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Advances in research on molecular targets for tuberculosis detection

ZHU Yinyin'*, ZHANG Hongying' **

(1. Microbiological Laboratory, Nanjing Center for Disease Control and Prevention Affiliated to Nanjing
Medical University, Nanjing, Jiangsu, China, 210003; 2. School of Public Health, Nanjing Medical University,
Nanjing, Jiangsu, China, 211166)

[ABSTRACT] Tuberculosis is a chronic infectious disease caused by Mycobacterium tuberculosis
complex (MTBC). Accurate detection and identification of the mycobacteria that cause tuberculosis play an
important role in controlling the disease. The traditional detection and identification methods of mycobacteria are
culture method and smear method. However, those methods are time-consuming and labor-intensive. Nucleic
acid amplification tests (NAATS), which are rapid, sensitive, and simple, can be used to diagnose tuberculosis
with molecular targets. Due to the high degree of homology among MTBC, it is still challenging to accurately
identify NAATSs, which has potential impact on the diagnosis and treatment of diseases. The development of
comparative genomics provides new diagnostic targets for the identification of MTBC. This article reviews the
molecular targets that can be used for MTBC detection, strain identification and drug resistance determination.
Integrating molecular targets with new technological approaches and developing approaches applicable to
resource-limited areas are essential for controlling tuberculosis.

[KEY WORDS] Mycobacterium; Tuberculosis; Molecular target
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Y s = i MTBC i 251k

1 MTBC &l ER 4R

TELEAZHG 12 B R, X 4F MTBC Al NTM %
FeH B, WG AR IS6110 . 16SrRNA Hl hsp6s
FH X4 MTBC 5 NTM,

1.1 IS6110

f#i A ¥ %] (insertion sequence , IS ) /& 1] % &) (1Y
AR IO, P i S ] EE A2 A e (] Y i
fit 2 % 7 40 28 B, AN [R) A A TR RN 32 A B
WEZHME, RPN T AEFERZEYS
YE S

16110 AL 17 4 F MTBC *h , & B 4 X 4
MTBC A BT R EZE T HY, B FIRIR
GY B RR Z 811 156110 ¥ DUBCRI e (4 147 A 5
A 254, 8 — 4k MTBC $244t T 4lif DNA &
W 186110 PR M R Bt 2 45 7% 43 #7 (restriction
fragment length polymorphism, RFLP) & #% ) 72 F
VESE B AT IR F WE o i o (R 7 ¥E %
1S6110 T 5 ¥ DL B B bR 3 B RE J) A%, JF H T30
RELP J5 2 9% 9% ) H AR EOR 5, X f 250 A
Bt — 20 F AR iR R & o AH B TR SR A
U Rk, 186110 S PCR TE i 25 812 W b 3 R 14
1o R AR RS, MR AU PCR (droplet digi-
tal polymerase chain reaction, ddPCR) A L) £ Jil] %]

M AR AFAE A BEARAIR 1) 156110, BV 2 G IR
(25 2 3 o, o] LAAS: HE I P B 454 DNALT
JX A ddPCR B 1Ak &5 B MTB [ ] 5 Hon] &
)7 s, H 2 B i R DNA 42 G 7 2 3258
iR 2 PR, H A Eiken 2 7 3 T IS6110 42 7%
B A S SR P18 £ R (loop-mediated isothermal
amplification , LAMP ) 5 I 177 £ 4 th 5 T2 2 40
PEFEN FH I RESAZ IR, AR5 AR 11 S 0
7 AR T Xpert MTB/RIF 5K, LAMP #6545
SR FREA T B, 3K R 5 BT A R bR Ak
R R 455, L skt G A1 o et A AR A WSO DA e il 45
LR w25 . 1S6110 TELERZH NAATs 2
I AEE A R A 12 1S FERR /D3 43 A BT e L
FEFEBRAR , 3 AT BB S BUR P25 5 B, oA 5 22
a5 HAbs W AR B FIMT
1.2 16SrRNA

16SrRNA A7 BRIG s M0 BT A U E W, il
RIS E T A M S PRE" . 16SrRNA HHARSF
DX i A DX S A HE B ZH B, AR ST X2 P 40 A A
A, AR K AEAS TR A B B e S R eT DAAR
P B AR S B 1 . R 16SrRNA 55 R0 4
SS9, s2 i PCR ] DL #F B X 43 MTBC Fl
NTM, fE 9% ik 1) % I 46 I BRI X 40 16 B 5 48
B BRI AN 16SrRNA AT 20 B AS JE LA VE B
[X43 MTBC F1 NTM B #f, K25 MTBC K i Z [A] 2
A R PR AME, H — 2 NTM 2 5] A M A Y
16SrRNA J551"
1.3  HSP65 3K

PR 72 FE [ (Heat Shock Protein , HSP ) 1% 57 1%
FET o BOFE R Y, U0 7E 23 BFT 17 8 AN 7] 18 Fh 22 ]
AR K25 . f# ] HSP65 PCR-RFLP J7 ¥ ]
DL X 43 MTBC il NTM, ] A I PR #82 A 45 8
Kadasu 5" 38 12k HSP65 FE I AL 1 B 80 A 1
NTM., Wang 25"/{ii ] HSP65 3 K I )7 5 37 X 43
NTM SRS B3, R A6 E T 40 7 NTM # kS5
MTB. AT, WA 58 B HSP65 ZE KX NTM iy
YRR IIIR T Sy R S8 1Y dand FEH

2 MTBC £ 5I50%R

MTBC B 53 2Z 8] 055 7 B0 1 0 24 iU
(1) 22 S R BURIIR T 20, Wos St B Py
XArHe I bR i Y B E A . map40 FEH | cypl4l
LR FN mess90 FEH F BA B+ X7 MTBC Wl .
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2.1 mpd0 FH

mtp40 F: [ (Mycobacterium tuberculosis protein
40, mip40) & MTB ¢ SAEHLIR  gat 3L A At
552, mipd0 F11S6110 F:H B £ 5 LAMP 1] £ 40
min PRI Y 1256 MTB DNA, 3 HAJ DA %4
MTB 5 MTBC H AR 5L X 431, 580 A 15
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REE—REE mip40 FER A TSRS
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A W95 A0 AE S B0 e b A W i e A
R 0 BUE AR S B B S8 T MTB FF
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mipd0 F L4 , HAHREHS X 53 MTB 5 R A 1
H R RE X 3 MTB 5 3R 7 BOFF 1 SR 53 B
T, B85 N B A S8 SOOI R S R
I A ST DL RPA F A ZEA X miss90 4T
SEARN %07 12 5 m RIZ WA 96.43% AT 51
KT miss90 IR AT AESE— 2L 1P .

3 MTBC 2546 Ml tRER

MTBC Tt 24 P4 A i X 235 4% 95 B 5 EL A AR
3o MTBC i 24 6 I s 40 B A WU B S, BE AT
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3.1 rpoB HH
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575 G HIT 95% FI| 4 F- (rifampicin , RIF)ifi 25 B H

PR AR TR E B 28 T T
kPRI 5 %5 , 5 16SrRNA ML, AT AT dE—3
X3 NTM [ R0 Ak, rpoB LR 8 mT LLAE
A5 S FE RIF i 2545 04 1 . Xpert-MTB/RIF
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SER PRGN . 56T Xpert-MTB/RIF AR 1 meta
Gy BT R R 79% , B¢ 5 B 90% . Xpert-
MTB/RIF Ultra #H% T Xper MTB/RIF £ A& , i 4 %
G Z 8 DL o H6R (1S6.110 F1IS1081) KA
SERTE R T A R T SRR AR Y R
A WF5E K B 43 RIF i 245 TR AR I AT & A=A RIF 2
GEAR X, I H B A BL R #R rpoB FE K & A R AR,
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FARTCAGIN T RIF T 245 R
3.2 katG}H:MH

katG 3£ Al ( catalase-peroxidase ) A Bl T I 1 S+
Sk (isoniazid, INH ) 254 17 A= H i g o2 5 A% 2
WA TS PR . 50%~90% Y INH Tiif 245 2%
W R AR H katG B 1Y 315 5 2 0 F o — 58748
SIS, 15 E Hain A W AR karG FE KA rpoB K&
A7 R D 2 2 45 4% iR & (GenoType
MTBDR plus ) , 5 & 5 24 1) SO S50 40 [, %
RIF i 24 K I B 48008 1 AN 4 55 P 0 98.7% F1i
88.9% , X INH T 25 45 I 19 SRk Mk 0 e S5 Pk
82.1%F1 94.4%"™ . B —F5 il INH 1iif 245 KL K (%) J7 vk
B 2 k™ I PCR-RFLP ™45, SR fij , /b
4 INH it 245 04 1) 7 A= 5 Al 56 DR R AR A O™,
B Ty TG s ARG ) INH TR 2Y
3.3 gyrA fll gyrB A

DNA fi# i fifi 3 A A (gyrase subunit A, gyrA ) %
75 S T B 1 TR 25 25 ) (fluoroquinolones , FQs)
fif 25 & A0 F R A 55 & B ogyrB R AE 5
AN, FQs Tt 25 11 28 A8 A W] fE & AETE gyrA
il gyrB () FQ HLE i X Z 4N H#F5T R,
gyrB PCR-RFLP J5 % F T 12 Wi 45 #% 9 JF % &
MTBC ' ) MTBC F1 M.bovis , {H JC ¥ 43 #F MTB
AR BT R
4 BEERE

25 LA, a0 58 6 1 432 Wl AR AR B
FESERIG AR R, AT AAR S A B R R AR5 5
VEREA I 1 BEAR A I 7 v o (A 2B bR I B
IO FH 23 8 i SRR VR S 3 % BT R P i 245 12 A
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Je T2 ¥ PCR LI BAE NI A B A AN 5 72

FRRE AL RRA KRB ZHFT

[ ZE] BH EXORFENG IR R e P M) thas LY 22 R IR b , g7 —Fh LT
ZHi PCR L[] Xl /5 (mPCR-NGS ) i) &3l sAG M A7k . 73k #EH20184F 10 H £ 2019 4F 2 A ik
%&HE%#@&%%M PHZEDR T MBS B2 Bt 3 84 Il RAE AN 5 s Ji B TR A5 PO FULJR B AR S ARGy 2%

HEFFOUR, FFARAR 3 5 40 XA TR AR 28 o 58 2R WA B = O iR i e FIase v = Al IREE A b I, 22 Ff
93 L P R R S 5 |9, 938 4 2 3 PCR AL AN 7 L 5 1 09 B0, #5725 PCR B 1] AR T 1= 8
HITMAR ., &R PCRUUEZ R, B X] 22 Bl I 6 T 1114 44 X5 1903 BA RAFRR S 514
WP PR B G — (A 0.33~2.37 Z ], AFFFEEEST 1) mPCR-NGS 7716 2 AN Bl FF 1A | (08T 1A
Jii 28 3R B K 12 A R R 4 (ORI AT BRI 5 R TR A S DURE AR A 7 30 3F , ARSI PRJZ: 3 copies.
FE 1L MR REAS T A 6 BIREA S T 80— B, S IG IR G 58 4 — 30 5 BIREA S TR G B, HEA
1.3.7 .10 (A5 5 A B Ge Fh 2 511 R4 %Tﬁ:%*ﬁl 1 84 Bl PRAEASKE I 7, mPCR-NGS HAGI H 16
Tl SRR, H: RS, 5 22 16 T 0 2 AN BT T (28/84) , IR 2 GRS BEER AT (13/84) , 2 — i JE W 2 25 A8
T (12/84) ; mPCR-NGS Kl FAYE 244 69.05% , 25 T R 3 72 45 5 Y BAPE 3 (53.57% ) 5 WG I 7 v
SEIL5E A — U REAR L 39 ], M —FCR K 46.43% . £5i1E ZH PCR I [] AR R AG I F A 2 — PPl |
YERA TR R ARSI ek, T T E VR T B LT T 22 il R LI IR B R | e aE A

[Egim]  —ACM)F; £ PCR; I o R I ; v il 46 10

Establishment of clinical pathogen detection method based on multiplex PCR - targeted
sequencing technology

HUANG Xiaoyuan', ZHENG Kaiwen', ZHANG Junjie', XU Hongxu®*, WANG Jufang'*

(1. School of Bioscience and Bioengineering, South China University of Technology, Guangzhou, Guangdong,
China, 510006; 2. Department of Laboratory Medicine, the First Affiliated Hospital, Sun Yat-sen University,
Guangzhou, Guangdong, China, 510080)

[ABSTRACT] Objective To Establish a high-throughput detection method based on multiplex PCR-
targeted next - generation sequencing (mPCR -NGS) for 22 common pathogenic bacteria in different clinical
samples (alveolar lavage fluid, sputum, blood). Methods From October 2018 to February 2019, a total of 84
clinical samples and simulated infection samples mixed with 5 pathogenic bacteria were selected from the First
Affiliated Hospital of Sun Yat-sen University and Guangzhou General Hospital of Guangzhou Military Region
to test the detection method, and the types of pathogens were distinguished according to the sequencing results.
The specific primers for 22 common pathogens in three clinical samples were screened and designed by
bioinformatics methods, and the amplification efficiency of the primers was adjusted by multiplex PCR and next-
generation sequencing to establish a high - throughput detection system for multiplex PCR - targeted next -
generation sequencing. Results The results of PCR verification showed that the 44 pairs of primers designed

for 22 pathogenic bacteria had good specificity. The final primers concentration was adjusted, and the average
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amplification value was between 0.33 and 2.37. The mPCR-NGS method established in this study was validated
against the simulated samples mixed with 5 species of Acinetobacter baumannii, Candida albicans, Streptococcus
pneumoniae , Escherichia coli and Staphylococcus aureus, and the detection limit was 3 copies. Among the 11
blood samples, 6 samples belonged to single infection, which were completely consistent with the clinical
results. 5 samples belonged to mixed infections, and the types of pathogenic bacteria in samples 1, 3, 7, and 10
were not completely consistent with the clinical results. In the detection of 84 clinical samples, mPCR-NGS
detected a total of 16 pathogenic bacteria, among which Acinetobacter baumannii (28/84) was the most
detected pathogen, followed by Streptococcus mitis (13/84). Three were Stenotrophomonas maltophilia (12/
84) ; the positive rate of mPCR-NGS was 69.05% , which was higher than the positive rate of clinical culture
results (53.57% ) ; a total of 39 samples with completely consistent results from the two detection methods, and
the overall agreement rate is 46.43% . Conclusion

Multiplex PCR - targeted next - generation sequencing

detection technology is a fast, accurate and efficient detection method, which can be used for rapid and high-

throughput detection of 22 common clinical pathogens in alveolar lavage fluid, sputum and blood.

[KEY WORDS]

detection

e Gl i S A1 1R A5 O A R B B , A4
R TE B EUAF A L BEE NS N S S )
Y1 N5 S Z [RIEAT AH S A % N 2R R e 3
MR AR A T A= 2H 20 (World Health Organi-
zation, WHO) A7 (5, 2019 4F P L Qe sE T A
BORARIRICT BB 24.2%" 0 PRI [ A4 () R
HZWITEAL PR B4R S0 h 20 % . TRl
IRSWT AL G E Y3 TR M /D 2 24~T72 /]
I A )R LA R AR, 3 BTG IE R R AT PR
HASREEIRYT , A2 TR E R RS 5 H
GFNGTAE R IZ I 2h , S 200 It v i 24 P4 175 20 Bofe
R PR T RN, R R T R 3
JE RSN B AT A AR G RIS W P T2

4>, — 48N ¥ (Next Generation Sequencing,
NGS ) F AT g I b Kl v 4% 2% R AR T
REEE e 20 0L e 108 e S 31 SRR e D AT o PR
AWFFETF K — P T 22 PCR HE 1] — 4RI 7 1
e ARG 5 L 6 22 kil R rh e DL A D R (2
5 19 Fh A R FN 3 b ECER) BEATAS 1 DU W, A
IR T 220l RAEAS 22 M S R sl d A

1 #R5AE®

1.1 A
111 SEgAbE

H4l CHINET H [ 40 b i 245 W (2017 4F) 1Y
SRS AT i IR R A R LAY 22 B
JRTR o TEARA R L LIS RIS RN 5 | ) vk B
W, A FEREE T ARAHAE YIS .

Next - generation sequencing; Multiplex PCR; Clinical pathogen; High throughput
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Table 1 Pathogenic microorganism and relevant information

used in this study
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i sy L IR
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R SRR 24/20 J%*g ?}%’ g”ﬂ }
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AU A BR 24/24 I 5 H
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WL CIAPERE S AN ST 20/30

PN73 SN 30716 DPIRE | L

Jili 58 B 7R A T 3010 FEEW .
i 2 A B R 1620 R
[ 76 W - o 36/24

LR SIEANI KT
[Z1=ING¥d
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W SR BRI 30/30
2 TR 4010

HIE M SR 24/10
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Pty R ER 40/36
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Table 2 Types of specimens included in the study
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1.2.3 £ PCR @& A (¥

W 44 X5 | W B 1 1 51 2Ok BE TR A 4Lk
Primer mix, —20Cfi# & #& . mPCR K K & (40
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R ¥ A [ TR R 4 B €5 7 45 BR T4 1% PCR 7= &l ik
JE R A B2 B IR I RAE A, I A B 107,
10',10*, 10> . 10", 10" copies/pL, 73 HHL 3 pL /E N
BA , 47 22 55 PCR ¢ B -4 AT — AR Y .
1.2.5 I RFEAS M

W5 I YRR A # B30 min, 1 600% g B 0> 10
min, &0 8 10 em, B 400 pL 1L 2 DL 4
TR A2 A B B 0 A T XERE AR HEAT H Sk
Yy ERm BE | 10 B DK R Bt R AT 4R 5 08 VR i v v
P WA g g 37°C /K I 30 min Ab BE P4 B
R o P2 IO AL R A A , 1T 2 5 PCR &4
FEREAEIEA T AR
1.2.6 qPCR ¥ilF

gqPCR JZ N #" ¥EFE ¥ 95C AR P 30 sec; 95C
A 5 sec; 60T 1R K 30 sec; 24T 40 cycles, f )&
65C~95C il 7 7 it h £k .
127 Sit2#iik

K SPSS 22.0 Ge i H 8 E 47 54 43 b7 5 1 1=
TR n(%) e, >R FTBCXT 2 K255 5 LA P<0.05 4
ZRAGIFE X,

2 R

2.1 PCR5|¥%IE
i 5 H L PCR J5 ¥ RBARAS B 52 L — TE MY
DNA %547, K/INZ) K 150 bp (2724 50 bp I 7423k
JEH) o A4 XRS5 | Py UM B0 UE 25 A LR 1,
2.2 GlYY RN
MR LR BE R 20 pMB, 51 B9
¥ —{H7E 0~8.70 Z[8] , 44 X} 5| ¥ 4H 1% i) Primer
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LE:M N 50 bp Ladder Marker, [#] H 55 B {873 1~22 7351 B 8 A
SIFFIR SRR OGS BRI B SR DA T e Bk
VDRI ER TR Ry TG i 28 S ST T L ar S AT I o TG
P BT AR ML B L o AR SR AR R
AIEREE N R IR A AR VR 2R T UM B L O FLBE R
TR GO HEBRTA i S BEBR T AL BERRTAT . B P AR S 52003 172
X AR IR PO )
1 SRS MR RIE

Figure 1 The sensitivity verification of primer pairs

mix PAFE G Y HBCRARRZER . K]
B oI P2k BV 2 05, FH ERIR A 3 B R B
PCR 4" S BAR A4 15 34— 11 22 S 4 /N3] 0.33~2.37
ZME. WE 2,

10
%0
84

Uniformity value
— v w e o

=== i i — PG

2 S|y —H

Figure 2  The uniformity values of primer amplification

2.3 WY

VR B SR ST I | IR il KA
R 35 A TR T 0 4 0 7 2 K T A ADU AR AR () AR Al
439 A 3%10° copies . 3x10" copies . 3x10° copies , 3%
10° copies . 3%10" copies.3x%10° copies i , & X 5[ ¥
- ¥ M reads 43 S A 152317.1, 511684
28488.3 . 768.9 | 483.1 , 227.3 , A W 57 & 57 MY
mPCR-NGS J7 A4 T BR 4 3 copies. LA 3.

6

4
3
2
ER
0k
3x10° 3x10°  3x10° 3x10°  3x10" 3x10"copies

3 AENRE 5 MEMEIFEZR mPCR-NGS &R

Figure 3 The NGS results of different concentrations in

g0 CEF ¥ reads )

L

simulated sample
2.4 IMBREA AR 7 kA A R o b
L1 MR EEAS A 6 BREA & T B — Ik e,
it PRES R 58 22— 80 5 BIREAR & TR A -y, 1

HOREAS 1,370 995 50 B G A 2 5 I PR &5
ANoEe—5, XF1.3.7.10 BIFEA AT qPCR i
BIE, 1.3 .10 FEAS 3 A AR AL I R A 0 A H 1Y)
0 5 AN AT T L 6 e A A R B IR TG A A Bk L AR
A T WFEAE R I 5 A QR AL RS BRI . TLIE] 4.

wa Rz B =1w]

bl i Ll

e | I

CE T . m
i - |

k i

R AT AT ER R
Sample ID1 2 3 4 5 6

B mPCR-NGS 4 §

W mPCR-NGS Flilfi R4 2 24 PR 1

4 ARFEENMEERPER

Figure 4 The results of using different test methods on

8 9 1011

blood samples

2.5  JITA Im RFEEAKINZE R o3 b

i A 5% 3% B M 25 9 ol 45 191 (53.57% ) , B 1t 45
R 39 151](46.63%) o PR T3 1k ARG 45 SR 10 22 5%
BBt L (=4.241, P<0.05) . RS 7 12
a5 W E e — B A A S 30 ], B — R
46.43% . W3 3. 84 il PRFEAS ) mPCR-NGS FH
P 25 1A 58 1] (69.05% ) , B 1 45 S 4 30 B
(30.95% ) , IR A ISR 54 6] (64.29% ) . Hor
mPCR-NGS J5 LK H 16 Rl JF F , HodAd B
Z S S AN BT 28 4] (28.57% ) , D& IE HE BRI X
Z 13 61 (15.48% ) , 55 =i Mg 22 ZF 75 & PRI TR 12
#1(14.29%) . WK 5.

®3 WMAERNERS W

Table 3 Comparison of two detection methods

LoRUUDIRES PR 25 BITES: Kt
mPCR-NGS #&: 1l 58 26 84
I R85 75 45 39 84
ARSI 5 i — 3 19 20 39

T 2R mPCR-NGS [ reads # % .
5 mPCR-NGS #& il It PR 5 2575 [ B 3 BE 7R B
Figure 5 Heat map of pathogen abundance in clinical
samples detected by mPCR-NGS
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BN BTGP L VI CSNP £ AR 1997 %0 )%
TNF-o . IL-18 [ 551

fTaik* XR 7 24&

[ ZE] BH WITRWE T a4 sr KUIWA Y18 M 855 R 55 A (CSNP) 45 i M 8
(AR) I 7R B I SR AE B F (TNF-o) ML A R -18 (IL-18) U520 . 3% 1EH 2020 45 A &
2022 4E 12 A # 1LE FEEBECA 9100 ] CSNP £ AR fE | BEHLA A WLEELL R B2 45 50 1], % A 41 45
TH AN B T 55 TR, WSS 2 St 5 S N BE T 5 55 T AR IR 55 B - B 5 P 22 0 UK
43 M LI PRI 5% B TNF-o TL-18 284k, IR IR AL T ARAF B0 0 VF 4 AT i SR S5 IF R 1
o &R MEHMRIT BAROE R TX A, 2R A 51222 L (P<0.05) . WEEAH FAJS IL-18 . TNF-a
IOV B G G iohs WEWE S FEVPAMIR TR HR A, 22 5 Ge 2 L (P<0.05) o WLERAL I TR BT ] AEAR T
R ESF [E) A v o A B S T R 4 S B R, 22 F A SR R L (P<0.05) . MR FARJE RQLQ.
VAS PEOME T X IRAL, 22 A i 2F 8 L (P<0.05) . M IELAE B A AR RICT Y, ZRA R E L
(P<0.05). 51 BB BJF 25 UK LAk 3 CSNP £ AR % B FRAE IR, 45 5 HoA: 38 it

[EIR] BRTERR; BERDEN; FEFHAAR,; SN, S8R

The therapeutic effect of endoscopic resection of posterior nasal nerve branches on CSNP
with AR and the influence of TNF-«, IL-18

HE Jingiang*, WU Jun, FANG Yuxiang

(Department of Otolaryngology , Huangshan Shoukang Hospital, Huangshan, Anhui, China, 245000)

[ABSTRACT] Objective To analyze the efficacy of posterior nasal nerve branch resection under nasal
endoscopy in the treatment of CSNP with AR and its impact on TNF-o, IL-18. Methods 100 CSNP patients
with AR admitted to Huangshan Shoukang Hospital from May 2020 to December 2022 were randomly divided
into an observation group and a control group of 50 cases each. The control group received conventional
endoscopic sinus surgery, while the observation group received plasma posterior nasal nerve branch resection.
The clinical efficacy and TNF-o, IL-18 between the two groups were analyzed. The surgical conditions, pain
scores, quality of life and postoperative complications of the two groups were collected. Results The total
effective rate of treatment in the observation group was higher than that in the control group, with a statistically
significant difference (P<0.05). The levels of IL-18 and TNF-a and the scores of nasal itching, runny nose,
sneezing and nasal congestion in the observation group were lower than those in the control group after
operation, and the difference was statistically significant (P<0.05). The operation time, symptom subsidence
time, intraoperative blood loss, and hospitalization time in the observation group were significantly shorter than
those in the control group, and the difference was statistically significant (P<0.05). After operation, the RQLQ
and VAS scores in the observation group were lower than those in the control group, and the difference was
statistically significant (P<0.05). The total incidence of complications in the observation group was lower than

that in the control group, with a statistically significant difference (P<0.05). Conclusion Resection of the

HE AT B 5 AT R B (2020KN-13)
M s g R BRI SR A, S8, 3.0 245000
*BAFAEE AT4 5%, E-mail : HIQ18005597688@126.com
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posterior nasal nerve branch under nasal endoscopy can improve the clinical symptoms and quality of life of

patients with CSNP and AR.
[KEY WORDS]

opening surgery

FE MR SR LR EBAE E BT X
PRI A LI B B A I DA I, W] RE 1R I R
FELIRARSC R, 2P 55 R B 2 A (Chronic
Sinusitis Nasal polyp, CSNP) & 3 [F] i} 5 I 45 22 Jif
P £ 9% (Allergic rhinitis, AR) 1] 535 52 & s 14
A SEURI il 390 25 0 A S AR AL Bl R IR YT iR 2
b, BEEMBIH AR K, BN BT AR RIRTT
CSNP Hy FZ FARITIE" . WF5ERY, CSNP [H] i &
IFA T E AR 1B EE 55 TR AT RETJo i U
RAFAIIGRIREBCR Y . B A ST E AR B AW &
DI K 5838 | 45 B - T AlOR 1E 3204 . H {6 77 CSNP
£ AR B H , ABFFTIEE 100 )18 P 558 K & 8 A
(Chronic Sinusitis Nasal polyp, CSNP) £ 25 1 4 &
4 (Allergic rhinitis, AR ) S & VE IFFE X4, R 15 2
A A I IR 4 15 - B I i 48 0 SC Ui T R 3K
B R of ipoied 2R %6 I 7 oo (Tumor necrosis factor- o,
TNF-a) . F1401 /i 4 Z-18 (interleukin-18, IL-18) ) 5
me , LU R ARG T4 52 fRiE I .

1 RS

11—k

VI 2020 4F 5 F & 2022 4F 12 A T # 111 HE
BB 1697 ) CSNP £ AR 5 100 ], #% BEHL KL 7
ko WS LRI BRAH 45 50 141 . WRER A - 55
38 1), otk 12 B P-4 1 (42.40+12.97) % 5 F- 1
TR (8.45+2.08) 4F 5 b v Bl fi A2 32 - A2 € 23 441
HEE 27 5 B SE AR 4y AL . T AU 24 1], 1 AU 20 ],
074 6 51 Xf BEZH - 2ok 15 9], 550 35 ] 5 °F- 1
AR (39.72+13.59) % 5 - 205 72 (8.67+2.30) 4F
B e B O R < R 24 f51), R R 26 9] 5 B EE Ay
AL T R 26 7], 7S 19 4], TNAY 5 451, W — e
B 22 R LT E L (P>0.05) . ARAFFRAEE
B 0 HH 2 By 2t s i
111 A AbRUE

OFfF & EE M RS RS W AR 48/
(2018) )" 56T 852 R I Wil ; @ A 16 A
FREER AR I M SR s QIR IR TR S8 . @FT A &
F RGBT A A , OF B2 B Mg R E 1.

Allergic rhinitis; Sinusitis Nasal polyp; Plasma ablation; Nasal endoscopy; Sinus

1.1.2  PIALHERR bR

OA & M RE AT B QB HHa ™
O iR s P A ™ A R A OSSR
@DEIRENEAENERE ; ®FIFE L
JFCEDIRER A R @ U BRI LM FL R
DFF R B BIE
1.2 FARKIK

HRAE Crp B 18 M S R IZ W MR IT 8
(2018) ) REUF AR X, XEAIT B NBESEETF
A DIBR B i B, VTBR #8958 , AR 989 15 A R I 7k
S ST BANSE LASE VISR TR . R
r R B 9 15 S S v B IE R 5 S B R
Ko WMELHTE 5 R 5B AT ARG, R K
TS B SR R 7E RS R R
WA VI FF R, 2 i AL TR S AL B 1 em
b A 360° () U1 BT 2 B T, V)R BT AT 55 Rl 48 4y
o AR FH N A B R T v 2 JECTE Ikl RS R
FBUEGL 25 YR TT  TEAR S5 2~3 KNGS I ik 1
45, Ry RN SR B
1.3 WEHER
1.3.1 PRI IRY TR b as

ZH(h E B ERIZE MR E
(2018) )" Bl RIT 2050 3 A4, Wl . B 9E
M MR SR PR T O o s 3 T A 30 A3 | B PN s 5
FUIF il AT, S i A0 b R AR A, HSE I IR
IR 53 WA 5 A8 R I DR IR 0 B 25, 1 B
HHOBA 4 /0, B N S A T B K
JIE S, I Bl 20 1 e 1k 3 W 0 5 TC AL« i RAE R
AR ZE M, HLS5 s B0 B BURG & e il 4, B &
DR PA B, S 5 P e A W K
1.3.2 WA FARFE LI EFE bR

ARHTARSG 1A A hBUR & W R E 1 3 mL,
BLDHLEAZ 12,5 cm)3 000 r/min 5.0 10 min £51fL
T8, R FH T K 4 92 W B2 22 TL-18 \ TNF-a 7K -,
IL-18 i 7] & (BL#% : 96T/ & , % 5 . SEKH-0028 ;
TR AR REERABRAF) , TNF-o 355 &
(KL . 96T/ £, 175 : 1533756928; ) %« i3k
BHEATIRA T ™k e B0 S v B A e T
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1.3.3 WA FARTIE M Im PRAE IR A8 17 O L4

W N TN = B = B N = 1)
AR SN N L AN D B i e b Tl A
i : TCATAN] S I8 WEHE SRR T 1 435 WEE 1~51~/d,
SRR 1~5 U/d, S ZE MR B, SRR IR W K 2B 1) 2
A3 s WEME 6~/d, 5356 6~10 YK/d, [ BRI 5058
FFAERA TR HAE R AZYE B NI 3 43 WK T 10
AN, E TR T 10 R/d, S FE T HL AR 5K O, H
BN AT TG A2 1 4 41, 53 00 R A R
A P A R B
1.3.4 P4 F ARG O UL

AL 4% T AT ] A r b il s PR 7 AR ]
FEBERTH]
1.3.5 WA TR S BRI AR 6 i 2 D147 LA

TERE AT ARG 1D A #T AL . BRI
K A o B L BF 43 75 (Visual analogue scale,
VAS) AT IEAL , VAS PF43 0~10 43, PF 43 AR 50
T £ 3 A 0 R B % 5 A 3 O R ) B R 23 B A
KA I o f 0] 45 A £ 2 2% B4 (Rhinoconjunctivi-
tis Quality of Life Questionnaire, RQLQ) ‘*' i#f 17 ¥
i, BT 0 78 ~174 73 A5 538wy, AR 16 B i 22
1.3.6  PILIARJG I AL Y 4 A= 1 0 LU

HOUL I ACRE A L S L S ZE L BT B
i 4
1.4 Gutsomik

K1 SPSS 26.0 Ge it Mo ik . T T
B (x £5) R, >R H ¢ K, 4 BI%F LR B SNK-q
Rz 56 5 THECFERME H n (%) Fon , R A K5 5 559
FRMEH n (%) F0R , RHBRIER S . DL P<0.05
ERAGIEE L.

2 &R

2.1 PHEHIG IRIT A E
WAL MRS TXRA , ERAESIT¥
B (P<0.05), WFEI,

R1 FAGKFTBXILE [n(%) ]
Table 1 Comparison of clinical efficacy between the two

groups [n(%) ]

4 n B HEL ToxL BARE
XRZH 46 18(36.00) 22(44.00) 10(20.00) 40(80.00)
WELH 46 27(54.00) 20(40.00)  3(6.00)  47(94.00)

VAL 2.220

P1H 0.028

2.2 W F ARG L = fahnxt bt

Wi 2H AR Aij IL-18 .\ TNF-a 7K 7 T AR T A 2% 5
TG L (P>0.05) s WAL AR 5 TL-18 \ TNF-a
IR T X BRAL, 22 5% 48 15 5 L (P<0.05)
2,

F2 PMAFABEIREHLIRILL (x£5)
Table 2 Comparison of laboratory indicators between the

two groups before and after surgery (x+s)

N IL-18(ng/L) TNF-a(ng/L)
Al n — N -~ N
A A A N
XTHRZH 46 23.82+1.70 17.27+0.95° 35.43+1.80 20.42+1.46°
WEZLH 46 23.94+1.85 12.21+1.57° 34.92+1.75 12.17+1.10°
tH 0.338 19.498 1.436 31.913
PiE 0.736 <0.001 0.154 <0.001

i 5 F AT L, P<0.05,

2.3 A TR I AAE AR el 15 Bl % L

[ N AN RE SN SR i B o - R 2
LSRG E L (P>0.05) s WAL A J5 i | 5
FEBIE B EIR T XA, 2R A R
B Y (P<0.05), W#E3.
2.4 YA T ARG SU6T L

UV 2345 RIS S N 1511 =8 /NS B1=1 15117 N R 1
i R BE I R AT BRI AR A, 22 A SRR
(P<0.05), L34,
2.5 WL FARHTJE A FAR 16 BT P4 % L

TR M 2H RQLQ . VAS 143 L 2% S L5
P27 L (P>0.05) 5 WAL 411 RQLQ . VAS P43 IK
TXIRA, 2 R A ST E L (P<0.05), LS5,

®3 MAFARERIRAKERLEBRITEE (oxs)

Table 3 Comparison of clinical symptom improvement between the two groups before and after surgery (x+s)

15 ; SFE I ST 5 gE
i) WGl i) AJE i) WG i) AJa
X IR 41 46 2902042 2102057 3.12#035  2.76+027°  278+049  230£0.61'  249:0.57  1.9820.28
WL 46 2.82+040  1.35x025'  3.090.31  1.85x048'  2.81+0.53 145035 2542060  1.53x0.45°
2 0.975 8.521 0.484 11.684 0.294 8.546 0.427 6.201
Pl 0.332 <0.001 0.629 <0.001 0.769 <0.001 0.670 <0.001

SR FARATX H,*P<0.05,
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F4 MABRFARBBERILL (x£s)
Table 4 Comparison of perioperative conditions between the

two groups (x#s)

415 FARM N AR FREE  AERERE
) (min) (mL) M) (d) (d)

XHHRY4] 46 75.34+8.46 2234542 7.80+1.35 11.48+1.46

WEEA 46 60.20£5.20 10.17£3.23  4.25+0.52  7.52+1.05
t{H 10.781 13.639 17.352 15.571

P <0.001 <0.001 <0.001 <0.001

x5 MAFAAEHARBNEEFTREITSXLL
[(x£s), 7]
Table 5 Comparison of pain and quality of life scores
between the two groups before and after surgery

[(x+s), scores ]

L3 VAS 43 RQLQ P43

B A Hi VN A Hi VN
XHBZ 46 7.12+0.60 5.22+0.75° 125.04+10.69 45.90+5.46"
WAL 46 7.07+0.58 2.84+0.51° 124.97+9.94  27.75+5.08"

A 0.424 18.555 0.034 17.209
P1H 0.673 <0.001 0.973 <0.001

S RAFARATX H, P<0.05,

2.6 WL LIE R AT
WAL IF RRE R R A R R TR, 2 58
Gt L (P<0.05), W6,

Fo MAFEREREBRILE [n(%) ]
Table 6 Comparison of complications between the two

groups [n(%) ]

MiHl n Wi kI B Bdfmilhh  EEER

AR 46 3(6.00) 4(8.00) 1(2.00) 1(2.00) 9(18.00)
W4 46 1(2.00) 0(0.00) 1(2.00) 0(0.00) 2(4.00)
AL 5.005
P{H 0.025
3 itig

R =M, A8 ri REGFERGEBRAH
TR, 258 5 R BE N BE R R A I
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Effect of triglyceride - glucose index and its derivative index on the prognosis of patients
with acute heart failure in the vulnerable period of heart failure

XIA Dongmei'*, ZHANG Ning', NING Bin®

(1. Department of Laboratory Medicine, Fuyang Hospital of Traditional Chinese Medicine, Fuyang, Anhui,
China, 236000; 2. Department of Cardiology , Fuyang People’s Hospital, Fuyang, Anhui, China, 236000)

[ABSTRACT] Objective To investigate the effect of triglyceride - glucose index (TyG) and its
derivative index on the prognosis of patients with acute heart failure (AHF) in the vulnerable phase of heart
failure. Methods The data of patients with acute heart failure from June 2020 to June 2021 were collected
through the information management system of Fuyang Hospital of Traditional Chinese Medicine. The patients
were divided into the event group (n=87) and the control group (n=167) according to whether they had major
adverse cardiac events (MACE) in vulnerable period. The hospital information management system was used to
collect patient data, including TyG and its derived index [TyG waist circumference (WC), TyG waist height
ratio (WtHR) , TyG body mass index (BMI) , TyG fat accumulation product (LAP) ]. Multifactor logistic
regression analysis was used to explore the relationship between TyG, TyG-WC, TyG-WtHR, TyG-BMI, TyG-

LAP and the prognosis of acute heart failure patients in the vulnerable stage of heart failure, the ROC curve was
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used to evaluate the predictive ability of different indicators for MACE events in vulnerable period of heart
failure. Results There was no significant difference in age, sex, BMI, diabetes, hypertension and coronary
heart disease between the two groups (P>0.05). The differences between the two groups in TyG, TyG-BMI,
TyG-WC, TyG-WHIR and TyG-LAP were statistically significant (1=8.836, 4.981, 7.758, 6.115, 9.317, P<
0.05). Statistically significant variables in the univariate analysis were used as independent variables, and the
multivariate logistic regression analysis was conducted with whether MACE events occurred in the vulnerable
period of heart failure as dependent variables. The results showed that TyG (OR=2.764) , TyG-BMI (OR=
3.908), TyG-WC (OR=4.643) , TyG-WHIR (OR=2.904), and TyG-LAP (OR=4.676) were the influencing
factors of MACE events occurred in the vulnerable period of heart failure (P<0.05). The area under the curve of
TyG-BMI (AUC=0.702) is the largest, and the optimal cutoff value is 132.446. At this time, the sensitivity is
73.1% , and the specificity is 65.4%. TyG, TyG-WC, TyG-WHItR, and TyG-LAP also have relatively high

AUC values. Conclusion In clinical practice, the TyG index and its derivative index can be used as prognostic

indicators for predicting the vulnerable period of heart failure in patients with acute heart failure.
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Table 2 Multiple linear regression analysis results of influencing factors of MACE events in vulnerable period of heart failure

faR % B1E SE{H Ward {5 OR 8 95% CI Pl
TyG (FPrfEA) 1.016 0.421 5.831 2.764 1.211~6.308 <0.001
TyG-BMI(ZFR{EARA) 1.363 0.477 8.165 3.908 1.534~9.953 <0.001
TyG-WC (SEFR{EARA) 1.535 0.513 8.957 4.643 1.698~12.690 <0.001
TyG-WHR (ZEFREIA) 1.066 0.443 5.791 2.904 1.218~6.919 <0.001
TyG-LAP(SZFR{EACA) 1.542 0.554 7.751 4.676 1.578~13.849 <0.001
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Figure 1 ROC curve

WD T SH” . B RM, OTIREAR
IR S G 400 T R AR T A B 1Y T B
ABRIERN Y DR s T T O T B 5L Y T
B A B A5 R 1 DG 3 , AW 5 i 43 BT TyG 48
B LA A 50 3 S WU IS B AH G, SR
A T R XU i e T L o

H AT 5T & B0 100785 FH D& 98 XU Rl 38 A 46
AR 0 TR | v L v R R 0t i AR PR S
o BRUIARSEIEIY K IR B RIRPIRE BUK S
21000 I AR PR AR G . TyG Ay — R &
B SR 0T R R AR AR ok U R B AR
L, FE Il RS2 B b, TyG i EAl IR FT5 B IR AH
KPR T 2R A MR TyG 48
B0 A8 KU, S22 A DG A e IR 3 ik v
XU LR SE RSN kORI AR AL R kA4
TIF 9 e B0 Hh A R PR 53 1k N 1 7K SF- 9 Ty G 38 5508
by ¥ & CVD mfa W . RAIESE" W &8 TyG
FEA 5 O M0 f B R 2R SR AR B VA OC , T MR TR 31
O ML IR R T R R AE R B T H. . Huang &7
5T & B TyG $8 507t 5 5 2k R A0 T
(acute decompensated heart failure, ADHF) & AN R
il 5 ph 7 A5G, 7T T ADHF 8% 19 /& B 32 T
B AR5 AL K Logistic [F1F 04145 5 B R
TyG .TyG-BMI, TyG-WC . TyG-WH(R . TyG-LAP /&
O L BN & 4E MACE S22 . WIF9E 4
5 R B3, KW TyG #8505 02 5 ik
4 MACE i Z A ERRE G R . HE | TyG
SR A AR A2 B R 2 iR TyG RCR , Z Wi
FEUEM T TyG i F8 bR i ekt . TELT P-4
58 KB TyG J& 400 & a0 WLRE S 8 2 3 1) 4= R 3
TZHM R E . TyG-WC ., TyG-BMI 5 1] i A i ]
AR BT & i i A i O -, B
SENHE I 10 4F Rl T & BLRE A TyG-WC . TyG-BMI
TEET, UM b DX A AR Sl i 1 i A v A K
W3 = . TyG-BMI [ it £ F T 2 (AUC=0.702)

K, AR E A 132.446, AT R 73.1% ,
B 5N 65.4% , TyG . TyG-WC , TyG-WHIR #l
TyG-LAP W HA X & Y AUC (B, BT
TyG-BMI X /0> % ot W 10t J 0% J0 300 2 S 08 T
TyG H—F8br S H AT A F 5

25 LTk TEIG RS2, TyG 8 80 8 HoATT A=
BT A A 0 A O B 0 3 S B TS
FEH5

S Lk

(1] TR, Mg 2200, 45 S O a K S80S R e R
AT S FE BN 2 T s v S8 A AU AN (L0 ].
RS, 2022,37(9) 1 1166-1170.

(2] /e, BT, s, 55 2O 2 B IR AKCE X O
AR WIIUS 5 (], BE 255 R R R, 2022, 44
(8):812-817.

[3]  Wang L, Cong HL, Zhang JX, et al. Triglyceride-glucose in-
dex predicts adverse cardiovascular events in patients with dia-
betes and acute coronary syndrome [J]. Cardiovasc Diabetol ,
2020,19(1) : 80.

[4]  WusS, XuL, WuM, et al. Association between triglyceride-
glucose index and risk of arterial stiffness: a cohort study[J].
Cardiovasc Diabetol, 2021,20(1) : 146.

(5] 5, 2K L Hih = 15870 %0 0l 3R RS BB 5 IS JHE 6 s X
ISFL 55 242 A I P WA 25 5 28 3 S5 A T A T M 0 e S0 1 Tt
AR ELT ] I RAT AR 2%, 2023, 39(3) 1 546-551.

[6] Ponikowski P, Voors AA, Anker SD, et al. 2016 ESC
Guidelines for the diagnosis and treatment of acute and chron-
ic heart failure: The Task Force for the diagnosis and treat-
ment of acute and chronic heart failure of the European Soci-
ety of Cardiology (ESC)Developed with the special contribu-
tion of the Heart Failure Association (HFA) of the ESC[J].
Eur Heart J, 2016,37(27) :2129-2200.

(7] /e, DS, 5088, 4 20 = B E IRERKFXTG
5 T U UG B R0 (3] Bl 4225 B2 R A2 224l 2022, 44
(8):812-817.

[8] Gu Q, Hu X, Meng J, et al. Associations of Triglyceride -
Glucose Index and Its Derivatives with Hyperuricemia Risk :
A Cohort Study in Chinese General Population [J]. Int J En-
docrinol, 2020,20:3214716.

(o] VEAESS, WRAS, B A, 45 IS 1 125 T4 A IR i 42
IR N TR 28 AR 2O LR AE S8 35 2k 0 T3 3 ) T
MELT]. P EARES, 2021,24(23) :2962-2066.

[10] 275, P30, X2, 45 . MYNN 1510936599 4k PR 22 25 1k
5 2O T v B S I BUR AR OCHELT ] b AR R PR
ST AR (RAERR) , 2021,7(3) : 208-213.

(11 EWE IR, 4350, 45 . 22 2 tk0 =il focith
A MBS 6 DT ARG R AL BT T]. th e s
e kil 2022,31(7) : 886-894.

(F#% 1491 )



TR SHRYT 45 20234E9 0 45154 #5941 J Mol Diagn Ther, September 2023, Vol. 15 No. 9

1487 -

1% HMGBI . Alb 1 NLR % i & i &2 WL b 5 Y
W

R&E* ETEXFH KER HF

(# ZE] HH HiTIM7E HMGBI ., Alb Fil NLR X A5 K 2 B 2 i 8. ik odr
2018 4F 8 H 2 2022 4F 6 H 78 L1 P4 44 128 30 117 P00 5 e 12 A0 Mk 2 vk A 300 28 2800 D W kel | A0 4 S L2
JE TAEA (AWGS ) 43 R L/D S 41 28 B FAE LA RE 4 52 ] . Hh B i gl — M e ) L S =46 45, £
# Logistic [ A ik &2 UL E AR DGR 22, 22 ROC £k, 2347 1L % HMGB1 . Alb #il NLR
XF I 25 ik B2 BA L RE 2 B A RE . B R 80 Wil & ik B M R B IENLAE 28 4], B A
35.00%(28/80) . W4l HMGB1.Alb NLR .CK .PLT Hb .PT APTT 4, 2% HA G il 2¢ 73 L (+=18.013
9.962.4.202.14.532.10.619 . 3.371.8.972 .6.097, P<0.05) . HMGB1 F} & . Alb T & .NLR F} & . CK Fh i .
PLT FB% Hb B PT Ftis APTT s 312 ik 26 v ik &2 30 WL/ /) A 1K 8 2 (P<0.05) o 1L iE HMGBL
Alb Fll NLR Bt & 12 Wi 8% 66 &5 T 50— 12 Wi 2 ig |, B0 82.15% (95%CI - 0.623~0.933) 5 5 1 79.16
(95%CI:0.675~0.877) ,AUC=0.828(95%CI:0.736~0.922) . £5if 1L HMGBI ,Alb Al NLR 1] F§ T4t Bl
WK A R I DLE , HIZWsiee R 47

[RER] e, WEW; SEBRIEE N B I R 20 5 bk 2 g 4k e (a

Diagnostic value of serum HMGB1, Alb and NLR in sarcopenia during convalescence of
stroke

WU Lei*, DONG Weiqing , ZHANG Guoliang, YANG Na

(Department of Geriatrics, Yuncheng Central Hospital, Shanxi Province, Wanrong, Shanxi, China, 044000)

[ABSTRACT] Objective To investigate the diagnostic value of serum HMGB1, Alb and NLR in sar-
copenia during convalescent stroke. Methods Medical records of convalescing stroke patients treated in
Yuncheng Central Hospital from August 2018 to June 2022 were retrospectively analyzed and divided into the
sarcopenia Group (n=28) and the non-sarcopenia group (n=52) according to the Asia Working Group for Sar-
copenia (AWGS ). General data and laboratory indicators of the two groups were compared, and multi-factor
Logistic regression was used to analyze the related factors of stroke sarcopenia in convalescent period, and the
ROC curve was drawn to analyze the diagnostic efficacy of serum HMGB1, Alb and NLR in stroke sarcopenia
in convalescent period. Results Among the 80 patients in the recovery period of stroke, 28 cases were com-
plicated with sarcopenia, and the incidence rate was 35.00% (28/80). There were significant differences in
HMGBI1, Alb, NLR, CK, PLT, Hb, PT and APTT between the two groups (r=18.013, 9.962, 4.202,
14.532,10.619, 3.371, 8.972, 6.097,, P<0.05). Increased HMGB1, decreased Alb, increased NLR, increased
CK, decreased PLT, decreased Hb, increased PT and increased APTT were risk factors for sarcopenia in con-
valescent period of stroke (P<0.05). The combined diagnostic efficacy of serum HMGB1, Alb and NLR was
higher than that of single diagnosis, with sensitivity of 82.15% (95%CI: 0.623~0.933) , specificity of 79.16
(95%CI: 0.675~0.877) and AUC of 0.828 (95%CI: 0.736~0.922). Conclusion Serum HMGBI1, Alb and
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NLR can be used to assist the diagnosis of sarcopenia in convalescent period of stroke, and the diagnostic effi-

cacy is good.
[KEY WORDS]

phocyte count ratio

Fili 25 2 B TR NS AT IR A
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ZARFE TAERRAE #h 26 (ROC) |, 521 K 28 1 43 B %
FH Logistic [F1IFARL | DL P<0.05 h 22 7 A 481 2F
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2 HR

80 41 i 2= Rk &2 A B, A I LA E 28 ]
KA RN 35.00%(28/80) .
2.1 gl — MR A

PO ZH — Rk e AR, 22 oGt L (P>
0.05). W#E1,

Fz1 FWHA—RERELE groups [n(%), (v+s) ]
Table 1 Comparison of general information between the two

groups [n(%), (x+s) ]

F2 MAXBERIRILE (v=5)
Table 2 Comparison of laboratory indicators between the

two groups (x+s)

71 71y
= R =
HMGBI1 (wg/L) 12.32+2.25 5.43+1.18  18.013 <0.001
Alb(g/L) 12.01£3.93 21.34+4.03  9.962 <0.001
NLR 1.91+0.32 1.62+0.28 4.202 <0.001
BUN (mmol/L) 6.64%2.61 5.812.11 1.543  0.127
Ser(pwmmol/L)  84.31+35.52  79.82+2843  0.617 0.539
Ca(mmol/L) 2.31+0.12 2.28+0.09 1.262 0211
HbA (%) 7.13+1.62 6.71x1.54 1.143 0257
CK(U/L) 1 038.96+298.97 419.75+56.72 14.532 <0.001
PLT(X10%L) 78.61+4.96 98.52+9.21  10.619 <0.001
Hb(g/L) 122.33+24.57  141.26223.63 3.371 0.001
PT(s) 15.78+1.22 14.1120.42  8.972 <0.001
APTT(s) 46.73+4.92 39.51+5.12  6.097 <0.001
TC(mmol/L) 8.65+1.03 8.51+1.13 0.545 0.589
LDL-C(mmol/L)  2.71x0.72 2.62+0.81 0492  0.624
HDL-C (mmol/L) 1.11+0.32 1.14+0.28 0.435  0.665
FPG (mmol/L) 6.21+2.13 5.61x1.43 1.501  0.137

WL E RN AE

R3 PMANGERARLE (2(%)]
Table 3 Comparison of admission medication history

between the two groups [n(%) ]

JH (n=28)  (n=s2) M Pl
el
B 16(57.14)  34(65.38)  0.528  0.468
p/gis 12(42.86)  18(34.62)
(L) 71.54+7.09  70.82+6.79  0.270  0.790
P 8.85+4.82  9.23+6.11  0.178  0.860
IR E (kg/m®) 2351142 2321121 0592  0.559
ki A5 v 5
Jiki A Y 18(64.29)  29(55.77)  0.545  0.460
i ¢ 1 10(35.71)  23(44.23)
AR HR AL
PN 4(14.29) 5(9.62) 0.304  0.959
LY 11(39.29)  12(23.08)
ki 9(32.14) 8(15.38)
BA 6(21.43) 5(9.62)
Rl
fR IfiL R 15(53.57)  24(46.15) 0401  0.527
TELR 11(39.29)  20(38.46) 0.005 0.942
% PRI 9(32.14) 16(30.77)  0.016  0.899
T LR 17(60.71)  22(42.31) 2468 0.116

: AUBSE JENLE

A (n=28)  (n=s2) XM P

Kl 24 13(46.43) 31(59.62) 1.289 0.258

FIIRFA 11(39.29) 27(51.92) 1.166 0.280

M4 Bk R HI 7] 18(64.20)  25(48.08)  1.924 0.165
P /N 24 16(57.14) 24(46.15) 0.879 0.348
T2 19(67.86) 26(50.00) 2.358 0.125

4530 8 BEL VAT 5] 14(50.00) 22(42.31)  0.435 0.509
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®4 EFEPREIDER S E X Logistic A2 54
Table 4 Multivariate Logistic regression analysis parameters

of sarcopenia in convalescent stroke

H7Ashr BIH SAE  Wald /{5 ORMH  95% CI P
HMGB1 1495 0536  7.762  4.461 1.525~13.058 0.028
Alb 1378 0525 6907  3.962 1.356~11.592 0.034
NLR 1402 0572 5956  4.058 1.388~11.878 0.038
CK 1328 0582  5.231 3.776  1.292~11.052 0.037
PLT 1411 0601 5481  4.012 1.405~11.997 0.039
Hb 1577 0613 6632  4.835 1.651~14.148 0.035
PT 0975 0612 2534 2655 0.907~7.765 0.062
APTT 0.866 0.542 2548 2382 0.812~6.691 0.064

%5 7% HMGB1.Alb #1 NLR % % 2= e ik & # AL D i 49
S HTRLRE S AT
Table 5 Analysis of diagnostic efficacy of serum HMGBI1,

Alb and NLR in sarcopenia during convalescence of stroke

=} - Sy =)
- BAE URE RS
o ; 1 A
By B (%) 95% C. (%) ucC

HMGBI 7.841 64.31 0.442~0.807 76.41  0.701
(pe/L)

Alb(g/L)  17.032  60.71 0.408~0.779 73.62  0.716
NLR 1.804 61.11 0.411~0.791 74.05  0.723
A 82.15 0.623~0.933 79.16  0.828

100 P _,‘__; Py .
80
~ = L Alb
] 60 L5 ~ NLR
% 0 / = LA
=t
g0 4

0 20 40 60 80 100
100-4 5 B2 (%)

B 1 ROCHiZk
Figure 1 ROC curve
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C-erbB-2 Fll C-MYC FERAEAE /R iliges Hr it 463k e
H5mENRR

WAL AR TR EEE

(# Z] BH it C-erbB-2 Tl C-MYC FERAEAE /N AT 468 (NSCLC) Hh i) 3k K H: 5 9 1)
KR, FiE EEL2016 451 H & 2018 4F 3 H il v 2% B B J& sl 3 R B= % 89 il NSCLC 3% , Jir A &
PIFT I REAR A AR, AR U B 41 2 A R Bkt 3 om 1988 5 4 SV VE A U0 B L SR P S s 2 Ak ARG
NSCLC 412 L B i 557 41 20 C-erbB-2 J C-MYC Fik TG i o XHTA B34 T 5 AERE T, AT A A7 15
ZEER  NSCLC 41411 C-erbB-2 FHME 23K K N 43.82% , i T-96 55 21 211 7.87% (4°=30.018, P<0.001) .
NSCLC ##ZH 41 C-MYC FHPER LR N 61.80% , 1= T 55 4211 17.98% ( '=35.637, P<0.001) , C-erbB-2
FHME B2 10 BB A7 00 10.6~60.0 1~ H |, 5 474 4750 38.46% ; C-erbB-2 AL 35 19 B AL A7 30°h 13.4~60.0
DA L5 FAE AR 58.00% 5 P AL AL A A W LA 2% S A Gi 1 ¢ B X (Log rank=4.086 , P=0.043 ) .
C-MYC FHE B 1 S A A 10.6~60.0 1, 5 AR 2E A7y 38.18% ; C-MYC FIPE3 B B AL A7 15.5~
60.0 ™ H | 5 A AETF R A 67.65% ; AL B A A7 L8 22 A G i1 7 X (Log rank=8.141, P=0.004) . £5if
C-erbB-2 fll C-MYC ik %10 5 NSCLC B H TR % VI, wIE R FArdivAl NSCLC & TS .

x| AR/ ; C-erbB-2; C-MYC; T 5 5 BHZS AL s S0 AL AR

Expression of C-erbB-2 and C-MYC in non-small cell lung cancer and their relationship
with the prognosis

PU Faxiao', REN Tingyuan’, WANG Yan®, JIANG Xuanxing'

(1. Department of Laboratory, Zhangye People’s Hospital Affiliated to Hexi University, Zhangye, Gansu,
China, 734000; 2. Department of Pathology, Zhangye People ’ s Hospital Affiliated to Hexi University,
Zhangye, Gansu, China, 734000; 3. Department of Science Education, Zhangye People’s Hospital Affiliated
to Hexi University, Zhangye, Gansu, China, 734000)

[ABSTRACT ] Objective To investigate the expression of C-erbB-2 and C-MYC in non-small cell
lung cancer (NSCLC) , and their relationship with the prognosis. Methods The clinical data of 89 patients
with NSCLC treated in the Zhangye People’s Hospital Affiliated to Hexi University between January 2016 and
March 2018 were analyzed retrospectively. All patients underwent radical operation of lung cancer. Cancer tis-
sues removed during the operation, and tissues 3 cm away from the lesion were collected. The expression of
C-erbB-2 and C-MYC in NSCLC tissues and adjacent tissues was detected with immunohistochemical tech-
niques. All patients were followed up for 5 years, and their survival status was analyzed. Results The posi-
tive expression rates of C-erbB-2 and C-MYC in NSCLC tissues (43.82% and 61.80% ) were higher than those
in adjacent tissues (7.87% and 17.98% ). (x’=30.018, P<0.001; ¥’=35.637, P<0.001). The proportions of pa-
tients with adenocarcinoma and patients with poor differentiation among C-erbB-2 positive patients were higher
than those in C-erbB-2 negative patients. (¥’=5.751, P=0.016;%’=9.191, P=0.010). The overall survival time of

KA A A HE T 2023 S S AT 4 A K2 B (2023A-126)
Ve B4 1. PTG S R B TR R E IR B A, 3R, IRAR 734000
2. 7T IR B TR IAR E IR FAL H 5, SR 734000
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B IRAE 4 ¢ 3 A 0%, E-mail : 250107896 @qq.com
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C-erbB-2 positive patients was 10.6-60.0 months, and the 5-year survival rate was 38.46%. The overall survival

time of C-erbB-2 negative patients was 13.4-60.0 months, and the 5-year survival rate was 58.00%. There was a

statistically significant difference in overall survival time between the two groups (Log rank=4.086, P=0.043).

The overall survival time of C-MYC positive patients was 10.6-60.0 months, and the 5-year survival rate was

38.18%. The overall survival time of C-MYC negative patients was 15.5-60.0 months, and the 5-year survival

rate was 67.65% . There was a statistically significant difference in overall survival time between the two
groups (Log rank=8.141, P=0.004). Conclusion The expression of C-erbB-2 and C-MYC is related to the
prognosis of NSCLC and can be used as molecular markers to evaluate prognosis.

[KEY WORDS] Non small cell lung cancer; C-erbB-2; C-MYC; Prognosis; Pathological type; Differen-

tiation degree
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Figure 1 The expression of C-erbB-2 and C-MYC in
NSCLC tissues and adjacent tissues detected with

immunohistochemistry
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Table 2 Relationship between C-erbB-2 and C-MYC expression and clinical characteristics of NSCLC [(n(%)]
SiH C-erbB-2 " P (i Pt
B BHME (n=39) FATE (n=50) z BHHE (n=55) FAYE (n=34) o
51 0.081 0.776 0.262  0.609
5 27(69.23) 36(72.00) 40(72.73) 23(67.65)
& 12(30.77) 14(28.00) 15(27.27) 11(32.35)
AR (%) 0.189 0.663 1.023 0312
<60 15(38.46) 17(34.00) 22(40.00) 10(29.41)
=60 24(61.54) 33(66.00) 33(60.00) 24.(70.59)
2 A 0.196 0.658 2570 0.109
P 20(51.28) 28(56.00) 26(47.27) 22(64.71)
w5 19(48.72) 22(44.00) 29(52.73) 12(35.29)
I B A1 5.751 0.016 0.566  0.452
5% 23(58.97) 41(82.00) 38(69.09) 26(76.47)
fik g 16(41.03) 9(18.00) 17(30.91) 8(23.53)
TNM 431 0.310 0.856 13.341  0.001
I 9(23.08) 12(24.00) 12(21.82) 9(26.47)
1 13(33.33) 19(38.00) 13(23.64) 19(55.88)
T3t 17(43.59) 19(38.00) 30(54.55) 6(17.65)
AR 9.191 0.010 9258  0.010
(=R 5(12.82) 15(30.00) 10(18.18) 10(29.41)
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Figure 2  Survival curves of C-erbB-2 positive and negative

patients
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Figure 3 Survival curves of C-MYC positive and negative

patients
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Table 3 Comparison of survival between C-erbB-2 and C-MYC positive and negative patients

21 51 1% BAEFIOD) BT %R YERTEIIEA 5FEAAER(%) Log rank P{H

C-erbB-2 PR 39 10.6~60.0 24 15 38.46
PR 50 13.4~60.0 21 29 58.00 1.086 0.043

C-MYC B 55 10.6~60.0 34 21 38.18
B 34 15.5~60.0 11 23 67.65 g.141 0-001

(F#% 1500 @)
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Analysis of MDA, KT/V, and Hb levels in patients with end -stage renal disease treated
with hemoperfusion combined with sequential dialysis

SUN Liyue*, WANG Lanxiang, ZHANG Ying, ZHANG Xiyou

(Department of Dialysis Room, Beijing Shijitan Hospital, Capital Medical University, Beijing, China,
100038)

[ABSTRACT] Objective To analyze the effects of hemoperfusion combined with sequential dialysis
treatment on malondialdehyde CAS (MDA) , urea clearing index (KT/V) and hemoglobin (Hb) levels in
patients with end-stage renal disease. Methods 121 patients with end-stage renal disease admitted to Beijing
Millennium Temple Hospital Affiliated to Capital Medical University from October 2021 to October 2022 were
selected as the research objects, and according to different treatment methods, they were divided into the
combined treatment group (hemoperfusion combined with sequential dialysis treatment, n=62) and
monotherapy group (sequential dialysis treatment, n=59). The general data between the two groups were
compared, the oxidative stress factor [MDA, advanced protein oxidation products (AOPPs) , superoxide
dismutase (SOD) |, inflammatory factors [ C-reactive protein (CRP), tumor necrosis factor-a (TNF-a) and
interleukin-6 (IL-6) ], and nutritional indexes [Hb, albumin (ALB), total protein (TP) ] before and after

treatment, and the KT/V level after treatment were compared between the two groups. Results Before

AERA wT ARAFZA LT ER A (718251602)
A An . B AR EA KB LR 2dE B IREANE, LR 100038
*iBAEAE S Fh I BL, E-mail : sunliyue3461@bjsjth.cn
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treatment, there was no statistically significant difference between the two groups in general conditions (P>
0.05). After treatment, the levels of MDA and advanced oxidation protein products (AOPPs) decreased in the
two groups, and the levels of superoxide dismutase (SOD) increased, and the levels of MDA and AOPPs in the
combined treatment group were lower than those in the monotherapy group, and the SOD level in the combined
treatment group was higher than that in the monotherapy group, the difference was statistically significant (P<
0.05). After treatment, C-reactive protein (CRP), tumor necrosis factor-a (TNF-«) , interleukin-6 (IL-6)
levels were decreased in the two groups, and the combined treatment group was lower than the single treatment
group, the difference was statistically significant (P<0.05). After treatment, Hb, albumin (ALB), and total
protein (TP) in the combined treatment group and the single treatment group all increased, and the levels in the
combined treatment group were higher than those in the single treatment group, the difference was statistically
significant (P<0.05). After treatment, the proportion of KT/V patients in the combined treatment group was
higher than that in the single treatment group, and the number of people who did not reach the standard was
lower than that in the single treatment group, the difference was statistically significant (P<0.05). Conclusion
Hemoperfusion combined with sequential dialysis therapy can improve the levels of oxidative stress factor,

inflammatory factors and nutritional indicators for patients with end - stage renal disease, and increase the

number of KT/V reaching the standard, which has clinical application value, and is worthy of promotion.
[KEY WORDS] End-stage renal disease; Hemoperfusion combined with sequential dialysis; MDA ;

KT/V; Hb
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1 - D B S50 R} B AH S B 52 3 OFF A (&
AN IR ) A 2 Wi b o 5 BT 32 58 il 42
FERIT A o HEBRARUE : OB A IRIT IR MR 223 5
QU fi H S e I FRETT s @G I HoAh 45 51
ARG o AT LB PR A AR B By S AL i
i, ZIE R EEEFCNERIEA),
1.2 ik
1.21 B3Ry diRdT

KR BTG IT (M R A 2% 2 U A A
FE it 4008S B ZEHT) , 55 3K, BEIK 4 b, TR
H3MH.
1.2.2 BAIRITARIT

TEXF FRZH % Al b 356 ol Y I T (ff
o A {d A P R AR A A A R R A — U
FH MV HE T4 ) , So sV U #5% H R AE B AT 2% 2001
HEWL BT 2 h 5 R E AR HUT , 4R LB 2 h,
0785 308 (5 247 LB 28 B g Ak B 85 37 AT VR e 1
J &R 500 mL, BRI 2K ST RN 3N H .
1.2.3 brAREE

IR YT HT R IT A TE 25 IR S T SR A& bk Ifi.
S5mL, & THAZB.OE T, RILE RS,



- 1498 - ATEW SR ARG 202349 A

H15E ol I Mol Diagn Ther, September 2023, Vol. 15 No. 9

R WHEHBFTE—MREBERIFLE [(R+s),n(%) ]

Table 1 Comparison of general conditions between the two groups before treatment [ (Z+s),n(%) ]

. . A e BRI [(n(%) ]
2H 51 n PSR 14) A () MR (4F) e LR B A B AT
BAIRITYL 62 34/28 46.58+5.16 9.12+1.11 25(40.32) 20(32.25) 12(19.35) 5(8.06)
LRI 59 32/27 46.12+5.21 9.19+1.21 24.(40.67) 19(32.20) 9(15.25) 7(11.86)
Pl 0.004 0.488 0.332 0.734
P1{H 0.947 0.627 0.741 0.865

LA 3 000 r/min (#5024 8 cm) B0 10 min Ji5 3L
IR, BT -20°C vKAR A IR AT
1.3 WEHE bR
1.3.1  PRLIATT T AN R AKX L

A AL B 35 A AL FE MDA | B B A
S 1k 77 ¥ (Advanced Oxidation Protein Products,
AOPPs) | # A 4k W) 5 1k it (Superoxide Dismutase ,
SOD) ., K UMK SOD, AR b Z W2 1o {0
I MDA, [ 156 5 328 8 B 5 46 I 1fiL ¥ AOPP, i
A& B H B ERH A AL, MDA IE#
7 Fl : 0.3~4.6 nmol/mL, AOPPs iF & 1t [l : <60.0
pwmol/L, SOD 1E # i [l >90 U/mL'"*,
1.3.2 MHIARYFHTE C W #E H (C-Reactive Pro-
tein, CRP) . i 983 21 %F X T - ( Tumor Necrosis Fac-
tor, TNF-a ) & [ 4 g £}~ 2% -6 (Interleukin-6 , IL-6 ) 4
PR T KR 1

SR RS f g2 vk OF H VL PR F5 R B A BRA
FIBCE AR ) X L35 98 Pk 7 /KB 47460 . CRP
1E 5 - 5~10 mg/L; TNF-o 1F 3 8 Bl : 40~60 ng/L
IL-6 1E 5 i [ : 35~50 ng/L'™ o
1.3.3  WALIAYTRIIG B FRAR bRk T B

B I 18 b5 48 Hb ., 18 11 (Albumin, ALB) .
4 7E M (Total Protein, TP) o 2% F IfiL ¥ 43 #r A %}
B IR AR bR AT R, Hovh Hb I 530 - 120~165
g/L, ALB IE % {1 [l : 35~50 g/L, TP 1E % 5 [ : 60~
80 g/L",
1.3.4  WAIRYT IS KT/V GO

KT/V=-In (Rurea- 0.008t - UF/PostWt) t, H.

Rurea A 325 A1 J5 R 2% W BE /325 A Aij R 28 Wk B2 LU AEL,
t M BEATE B (h) , uF KB AT G B R E T R
(kg) , Postwt KB HT J5 R E (kg) , In i H SR X4,
KT/V>1.2 HikbR, )L Z AR TEBR
1.4 Gotsorik

% H1 SPSS 18.0 4t i A #k 47 g i+ o0 #r L LA
(x +s) FRoantH s BORE, P [a) 5040 150 1] ¢ 4 555 LA
n (%) RN THECBHE R AT K5 5 B A B 12 )
P<0.05 FR 2R HA G L

2 HFR

2.1 AR T KF

VAIT R, 4 MDA . AOPPs 7K °F- T % .SOD 7k
ETF s, B S I4Y7 240 MDA , AOPPs /K ik T 24
—JAYT 4 . SOD K- TG 4, 2 A g it
e X (P<0.05), W2,
2.2 REHTKF

JAYT 5, Pi4H CRP  TNF-a , IL-6 7K -2 F
HEBEAWRITAMR TR IR H, ZER ARSI E
X (P<0.05), W3,
2.3 EFAEIRKT

BT S IRITH 55 —41 Hb ALB . 2 4R
H TP ¥ 7t i, HEA IR IT 4KV TR —3R 7
M, EZRHGI#E N (P<0.05), WLFEA,
2.4 KT/V 15

BTG A VAT 40 KT/V S bR A e T
H—IRIT A, RIRFR NS AR T —3RYT 4, 22
SAGIHE X (P<0.05), W5,

F2 MARTHEEULMHEFKFEILE (vxs)

Table 2 Comparison of oxidative stress levels between the two groups before and after treatment (x +s)

i ., MDA (nmol/mL) AOPPs (pumol/L) SOD(U/mL)
TRITH BT )R TRIT BT )R YRITHI BIT)E
BAIRIT A 62 5.12+0.13 4.11+0.34" 69.89+5.61 59.33+5.12° 81.33+£7.69 89.93+1.12°
H—IBITH 59 5.09+0.21 4.68+0.98" 69.71£5.63 66.12+3.12° 81.54+7.54 83.56+1.98°
tH 0.949 4.315 0.176 8.755 0.151 21.916
P1E 0.344 <0.001 0.860 <0.001 0.879 <0.001

1 [AI2H MR RIS AL, *P<0.05,
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x3 WABTHEREERFKFILE (x£5)
Table 3 Comparison of inflammatory factor levels between the two groups before and after treatment (x )
. CRP(mg/L) TNF-a(pg/mL) IL-6(ng/L)
=H n N - N N o N N 5
{ERE] A ER2gil] fr)E EREgl] ifr)a
WA IRIT 4 62 82.23+9.23 69.01£3.35" 93.19+0.11 68.01+0.21* 76.69+1.21 52.21x1.14*
R YT 4 59 82.01+£9.21 78.33+6.26" 93.21+0.29 70.28+0.98" 76.71x1.29 55.26x1.24"
t{H 0.131 10.279 0.506 17.817 0.087 14.094
P1E 0.895 <0.001 0.613 <0.001 0.930 <0.001
L R A7 TR HLEE, °P<0.05.
x4 MARTHEEFRERAKFLE (x+5)
Table 4 Comparison of nutritional indicators between the two groups before and after treatment (x +s)
. Hb(g/L) ALB(g/L) TP(g/L)
HITHi fITA YT TR IR TR
AT 62 154.31£10.12 198.21+4.56 28.54+2.36 36.11£1.23" 53.35+7.89 62.64+1.15"
H—IRyT A 59 154.54+10.19 180.34+8.69° 28.53x2.41 29.33+4.35" 53.49+7.91 56.39+2.88"
t{H 0.124 14.261 0.023 11.789 0.097 15.816
PAE 0.901 <0.001 0.981 <0.001 0.922 <0.001

LE - [RJ 1IR3 7 BT FE4K, *P<0.05,

£5 FWEARTEKI/VERLEE (n(%)]
Table 5 Comparison of KT/V status between the two groups

after treatment [n(%) ]

KT/V
Kk b kbR
BAIRITA 62 20(32.25) 42(67.74)
BT 59 41(69.49) 18(30.50)
P 16.765
P1a <0.001

Rl n

3 it

LA B W L I AR DR A B ., Bt K
WA FEYEEIENER, A FE TR, 5
TR B I R MR A, Zhe SRS
B, R PR 7K AT A 350 e 98 RN 22 ol Bk e
g 1) R R, ST e 2 W AR S Y A e o
B DR 1000 7 S e M 3 2 I DR I T 7 3
M S g S A A I H o 2R I s 2 FR 2
RAFZ2 B T A2 Tk , Forh Pk Rl B S AR VTR
TEH A A EEVERT, T KT 5 5m ot Je 1t
IEAROG FE MBI IR YT G A R M N+ M Ak
NOKE218 3 0E , Puri 5 2 HFSE & IR, AHXT B
— MBEHTIRTT , R RE G 7 5B TR YT
TEE RAE 7K S8 A SR A K 5 T 7
B 4, Cohen Lambie 45 WF 5% & 81, I & 7E Uik
TEIT IR BR « FEREE BB Al 38 sk I B B T
A1 I P R 45 A 5 W o R B 381 31 4 o
b TR B M A R SOR . A SCEE R B,

1B YT J5 W 41 MDA . AOPPs 7K F- F [ . SOD 7K °F- 7
&, BBCAIAYT 41 MDA . AOPPs /K AR T8 —JA YT
24 .SOD /K- T 5 — IR YT 4 5 107 IS 41 CRP,
TNF-o IL-6 /K-35 [, HIK G367 41 CRP TNF-
o IL-6 JK PR F A T4l . %455 Puri 461
245 SR KBORARL , 43 B JE DR - 1l 82 i A RE 25
I I Y PN P A 35 0 /N 43, T v et A A
PEFR R AT W ot h R o TR it PRI G e S
O3 R BRI IR N A E W, SO LR B A, A
1117 1) 22 2l 38 T R DR 1 7K S B SR AR IO 38 48 b 7K
V. Fleming 55" {38 , ZAI B IE 90w A A1
BNAE, B ZE AL, ™ E B T R PR
B HEE TR A, BOZBR B A LR
FREAR , 1 A0 IR YT e BRI AR 2 2B R N 2R
10T S5 6 1, DA T 28 5 R 1 8 3R . AR S
PR AR B R R R AIRIT A 5 ¥ —41 Hb,
ALB B TP T+, HECA IR 4K T
—IRIT AL SRS IR 4 A — B, R MR
RS T BB TRYT BE R B TR, 42
B IRROLIE AR AT, MR A Y BHENTIR YT H
MR ENTIRIT RO, R AR
7N IBIT IS BEEIG YT 4 KT/V 55 N85 H s T80
—VRIT AL R IBAR B AR T 31697 4L, AT
SRy I SR AE W B/ IN oA T AT, v B
TROTAEFEDT, NS THERBERE.

25 TR, AR g AR A SR I
WA P BB TR YT BE o3 AL N 3% L R R F
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PR IR - 1] L2 e U2 b i ik PSS PG N B
HHRAEAE B e DA % 2B

INEE* R BEE

(8 E] HH BIRIR(UA) R B ER (Hey ) K i ig 7K -7 45 B 8 A o T i 28 1k &%
SR 0T, AR E UA Hey RN ARK P2 B4 M B RN E. Ak I 2021 4 03 A = 2021
408 AEA RS — N R EE BeH AL W RHBGA 9 45 B B R R 149 Bl PRZERFIEFT /3BT, 55 18 B[] 11 A
Bt FRE A AG:  60 44 S 4 B2, LU 20 UA (Hey | I %5 B2 AR 25 11 B[ % (LDL-C ) | e %5 B2 A 25 1 L[] e
(HDL-C) . S IRE EE (TC) H i =88 (TG ) /K-, 40t 1 iR F5 bR Wil B 8. TR A0 (i 5 e P 5 TR s )
. HR W54 UA Hey LDL-C.TC.TG /K F & T X B4, 1fif HDL-C 7K SF-AI%F %) R4 (1=4.134
11.200.,5.651 .4.962 ,11.860.6.934, P<0.05) . ROC £k 43 #7 7~ , UA \Hey .LDL-C .HDL-C . TC . TG £ Wi
451 W B AN 1Y AUC 23 314 0.659.0.818.,0.722,0.723,0.824..0.791 . it 2 /K 2 S5 94 A0 6 0 07 R
UA 5 LDL-C . TC . TG 2 EAH 5 (r=0.581 .0.533 .0.597,, P<0.05) , 5 HDL-C & i A 3¢ (r=-0.181, P<0.05) ,
Hcy 5 LDL-C \ TC,TG £ IEH]56 (r=0.557 ,0.745 ,0.649,, P<0.05) . —.JC Logistic [F /34 %, 45 %
JH S AR s B B PR B 4l ] L UA \Hey \HDL-C ,\LDL-C . TC . TG ¥4 4 J9 1 5L N & 1= AH
KEFE(P<0.05), L5 AP WRME S ARG RS IR g8 2 (] \UA \Hey .HDL-C .LDL-C,
TC TG ¥y gsa BN & AR AH N 2, H UA (Hey M MR K AT 15 b2 Wt B 5 N A S8R

[REIA] Z5EBER; IRER; FBEEZER ; MK 2w R R

Changes and influencing factors of uric acid, homocysteine and blood lipid levels in
patients with colorectal polyps

SUN Haibing*, CHEN Min, FEI Mengxue

(Department of Gastroenterology, Hefei Hospital Affiliated to Anhui Medical University, the Second People’s
Hospital of Hefei, Hefei, Anhui, China, 230011)

[ABSTRACT] Objective To investigate the changes of uric acid (UA), homocysteine (Hcy) and
lipid levels in patients with colorectal polyps and to analyze the influencing factors in order to explore the value
of UA, Hcy and lipid levels in diagnosing colorectal polyps. Methods The clinical data of 149 patients with
colorectal polyps admitted to the Department of Gastroenterology of the Second People’s Hospital of Hefei from
March, 2021 to August, 2021 were selected for analysis, and another 60 patients with health check-ups in our
hospital during the same period were selected as the control group, and the levels of UA, Hcy, low-density
lipoprotein cholesterol (LDL-C) , high-density lipoprotein cholesterol (HDL-C), total cholesterol (TC) , and
triglyceride (TG) were compared between the two groups to analyze the value of the above indicators in
diagnosing colorectal polyps and the factors affecting adenomatous polyps. Results The levels of UA, Hcy,
LDL-C, TC, and TG in the study group were higher than those in the control group, while the levels of HDL-C
were lower than those in the control group, and the differences were statistically significant (r=4.134, 11.200,
5.651, 4.962, 11.860, 6.934, P<0.05). The ROC curve analysis showed that the AUCs of the diagnostic value
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of colorectal polyps for UA, Hcy, LDL-C, HDL-C, TC, and TG were 0.659, 0.818, 0.722, 0.723, 0.824,
and 0.791. Spearman’s rank correlation analysis showed that UA was positively correlated with LDL-C, TC,
and TG (r=0.581, 0.533, 0.597, P<0.05) and negatively correlated with HDL-C (r=-0.181, P<0.05), and
Hcy was positively correlated with LDL-C, TC, and TG (r=0.557, 0.745, 0.649, P<0.05). Binary logistic
regression analysis showed that age, history of smoking, history of alcohol consumption, gallbladder disease,
diabetes mellitus, insulin use, UA, Hcy, HDL-C, LDL-C, TC, and TG were factors associated with the

occurrence of adenomatous polyps (P<0.05). Conclusion

Age, history of smoking, history of alcohol

consumption, gallbladder disease, diabetes, insulin use, UA, Hcy, HDL-C, LDL-C, TC, TG are all factors

associated with the occurrence of adenomatous polyps, and UA, Hcy and lipid levels can be used as effective

indicators for the diagnosis of colorectal polyps.
[KEY WORDS]

S B RE T ARG —Fh i ILB k2
B, FENEAEYIER L, K28 Em B RS
H IR, I ARMELLZ B, HBEEIRIK) 2
T 45 M e A A, B0 25 B B R SR aB A T
e B R G B N B E R AESS EH
g ) DRURG: HE 1E e A i 3 A5 DA L, o i vk B
B R I, N 2.9%~9.4%" . BF5E -5 IRk
TR AH O 1 XU PRI 2 6 7 30 2 0 L 196 7 RN
A XU 2 OCH 2, FR A e i
PR (uric acid, UA) F1 IfiL 5 7 45 B M 8 A ) 6 5+
RUBE AR B B 2x R , I 76 S A G AR L 2 i A
PREFEIKFIRE S SR, UA MR UK 545 H
1V 5 PRI 2 R RN e 22 [ 1 5 RATY AR A E I8
SR, [A) 72 B &R (homocysteine , Hey ) 5 21 fifd Ji
AR Z RO AR . AR UA
Hey M IR 7K 7645 B B R B3 v i A8 A K i
FTER PN R . 45—,

1 FERFAFZE
1.1 —Bgek

PRI 2021 4F 03 J1 % 2021 4F 08 H 7E4 0% —
N R ER AL NRHIGA 045 B A 5 149 Bl
IRGERHEAT 0T ARSI : OB AT 18 %5
QI IRk e OB H IR B ¥I A R E . HE
Brprifi : OEZNE AR DIRE™ A ; QB IIRE S

Colorectal polyps; Uric acid; Homocysteine; Lipid levels; Influencing factors

W QG I HAb B E S AR RS H B
PRI 58 35 5 (AN B S JFF PR s A 2552 i I

R OB IEBIEME R @RI 5 FLIN £
P @QIT IR AL % UA 5FEILAR 254 . 53 BEHR
[ S AR BE Ag ARG, 2 60 44 Ry X HRZH | Xof HRZH il e
eI B R S P AR, FLIT SR A v
MEY, HAWEIEA B 02 4 Lt 57 4], AR
1% (56.4526.87) %/ s W ML IS 23 44 At 37 44, °F-
AR (56.56+6.54) % s PHALME R AEIE LA, 22 5
TG it L (P>0.05) , AT ek, LR 1, A5
557 28 O HUS B AR 22 51 25 s AL
1.2 Jrik
1.2 JEhRAa

FEPCIT A AR 4 5 mL A& ik ., 7=

#5043 )2 B IBCIIL SR R ILYE (3000 r/min, #5010
min, B4R 10 em) A LT , 2% 2R R, Gl
BK-1200 4> H 3l 4= A6 73 AUk UG 285 B2 i 2 1 A [
fiZ (low density lipoprotein cholesterol , LDL-C) |
= % B g & M I [# B (High density lipoprotein
cholesterol , HDL-C) . & iH [# /% (Total Cholesterol ,
TC) . H il = fig (triacylglycerol , TG) . JK 2 (uric
acid, UA ) 5 HL & 6 78 A6 0 JFC 1fi 35 ) 784 > bk 2 /iR
(homocysteine , Hey ) 7K V- 7K, i 50 &5 5 225
v A ) TR IR W)L, BK-1200 42 F 3 A4k 53
B B R BT s A R A

F1 WHUAHey MAEKTFELE (x+s)
Table 1 Comparison of UA, Hcy and blood lipid levels in the two groups (x+s)

el UA (pmol/L) Hcy (pmol/L) HDL-C(mmol/L) LDL-C(mmol/L)  TC(mmol/L) TG (mmol/L)
5T 41(149) 366.83+54.23 10.24+2.91 1.2620.35 3.45+0.55 5.67+0.68 1.90+0.46
Xt AL (60) 330.88+63.04 5.82+1.46 1.560.34 3.060.41 4.54+0.45 1.44+0.36

tHH 4.134 11.200 5.651 4.962 11.860 6.934

P <0.001 <0.001 <0.001 <0.001 <0.001 <0.001
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1.2.2 f5EU%E

WCAR B 58 A 0T 2 AH SCBER) , AL 4E — ROk} (1
R B R T RR BRI B A IR
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I JH SPSS 22.0 #4788 o3 b o IR RHA
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(x +s)FoR, 410 LLEAT RS FEAS ¢ K2 5%, 12 W

{EPEAY R H ROC {h 2873 #1 5 #H 5% 3 i Spearman AH
KRBT B, 520 PR 2R 38 1 — 0T Logistic 2114
M. P<0.05 HESFEAGIFE X,

2 HFR

WiZH UA [Hcy . [fiL i 7K Ho 5%

W55 41 UA .Hey .LDL-C . TC . TG 7K & T %

M4, 1 HDL-C 7K AR F X IR, 22 S A it 2e

M (P<0.05). W1,

2.2 UA Hey. I fg/K-F-2Wr4s 5l B R M E 55
ROC £+ #71 7% , UA \Hey .LDL-C . HDL-C ,

TC . TG ZWi%h i B R E ) AUC 4351124 0.659

0.818.0.722.0.723.0.824.,0.791, W% 2 K1,

21

%2 UA. Hcy.MAg7k T2 W& I B ARBE ST
Table 2  Efficacy analysis of UA, Hcy and serum lipids

o 6 5 SR A i AUC FrifEiR 95% CI cut-off {8 EARER i TR E RS PiA
UA 0.659 0.043 0.574~0.744 323.845 0.312 0.812 0.500 <0.001
Hey 0.818 0.018 0.883~0.954 7.355 0.729 0.812 0.917 <0.001
LDL-C 0.722 0.037 0.650~0.794 3.165 0.385 0.718 0.667 <0.001
HDL-C 0.723 0.038 0.648~0.798 1.500 0.355 0.772 0.583 <0.001
TC 0.824 0.019 0.886~0.961 4.855 0.716 0.899 0.817 <0.001
TG 0.791 0.031 0.730~0.852 1.815 0.517 0.617 0.900 <0.001
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Figure 1

2.3 UA Hcey /KF-5 BB AH G 3 A

Hr K R 2 A8 90RO 43 i s, UA 5 LDL-C .
TC.TG £ iF M 5% (P<0.05) , 55 HDL-C & 11 # %
(P<0.05) ,Hey 5 LDL-C.TC.TG & iFE # % (P<
0.05), W% 3.

%3 UA. Hcy KTE5MASHE XS 47
Table 3  Association analysis of UA and Hcy levels with

serum lipids

W IR BRI R HDL-C LDL-C  TC TG
UA i -0.181 0581 0533  0.597
P{H 0.009  <0.001 <0.001 <0.001
Hey r -0.029 0557 0745 0.649
PE 0.677  <0.001 <0.001 <0.001
2.4 JEYE R N N R b

AR g B SIS R RS SR 0 R R L P 4 82

{51 A R 1 S 2 67 9], T Logistic 811943 #r
SR AT W S T S AR A PR | IR
52 ffi F§ \UA .Hcy .LDL-C .TC . TG J 4 I 988 1k &,
A & A fa B R 2, HDL-C Sk i 0ed v 5L A & 2E AR 4
N (P<0.05), WLFE4.5,

3 it
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x4 PREUEEAAEERBESAEA-RABIN
[n(%), (x£5)]
Table 4 General data analysis of adenomatous polyp group

and non-adenomatous polyp group [n(%), (x+s) ]

Psea 1k IS s

TR a2k BRA BWA i PE

(82) (67)

5 % 55(67.07) 37(55.22)  2.192 0.139
© 27(32.93) 30(44.78)

A (%) 57.61+5.17  54.51%5.57 2.377 0.02

VNS 24 >24 41(50) 28(41.79) 0.999 0.317
(kg/m*) <24 41(50) 39(58.21)

= (IR A 38(46.34) 24(35.82) 1.680 0.195
o 44.(53.66) 43(64.18)

RN H 31(37.8) 23(34.33)  0.193 0.661
g 51(62.2) 44.(65.67)

IRy el 32(39.02) 14(20.9) 5.678 0.017
" 50(60.98) 53(79.1)

PR 9 el 41(50) 17(25.37)  9.406 0.002
T 41(50) 50(74.63)

i £ 2 A8 f 33(40.24) 7(10.45)  16.669<0.001
7 49(59.76) 60(89.55)

2 i i 47(57.32) 25(37.31)  5.908 0.015
T 35(42.68) 42(62.69)

el A 39(47.56) 14(20.9) 1144 0.001
7o 43(52.44) 53(79.1)

UA (pmol/L) 378.33£52.56 352.75%£53.29 2.937 0.004

Hey (mol/L) 11.05+3.11 0.25+2.31  3.932 <0.001

HDL-C (mmol/L ) 1.14+0.32 1.41+0.32  5.123 <0.001

LDL-C(mmol/L) 3.59+0.52 3.27+0.53  3.705 <0.001

TC(mmol/L) 6.15+0.46 5.08+0.39 15.111<0.001

TG (mmol/L) 2.08+0.39 1.68+£0.44  5.878 <0.001

x5 BREMEARMEE Logistic BVAS#7
Table 5 Logistic regression analysis of factors influencing

adenomatous polyps

AR i Bt S.E.{H Wald (i OR{H 95% CI P1iH

A 0.110 0.034 10.623 1.116
WA 0.789 0.397 3.959 2201
AL 1.044 0430 5.898 2840  1.223~6.594  0.015
A4y 1457 0444 1.060 2580 1.662~3.772  0.003
WEPRAG 1534 0424 13.108 4.636 2.021~10.637 <0.001
JREBZEMH 2172 0520 17420 8.778 3.165~24.344 <0.001
UA 0.009 0.003 7.824 1.009 1.003~1.016 0.005
Hey 0.228 0.062 13.397 1256 1.111~1.418 <0.001
HDL-C -2.530 0.563 20.169 0.080 0.026~0.240 <0.001
LDL-C  1.197 0.352 11.567 3.312 1.661~6.603 0.001
TC 5.301 0.813 42.488 200.518 40.731~987.147 <0.001
TG 2227 045 24471 9275 3.838~22.417 <0.001

1.045~1.193  0.001
1.012~4.788  0.047
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W PES R BEINE L miR-1-5p #6355 Th17/Treg
P (R A SR P B I A 38 S

S$EMY EWMmE HAE

(# Z] BB HEHRIEME R (LN) B ESNE L miR-1-5p 335 5 Th17/Treg ~F-fit; i) #H M A i
RE S, FiE W 2021 4F 12 A % 2022 4F 12 H [ 7E 1 25 F R 35 42 1 2 1w e 16 2 42232 93 97 1Y SLE
170 BIAE A BRI X4, Hoh 86 il 82 Wi 9 LN A LN 41, Hi4x 84 5] A .4l SLE 41, %t [ H o0 ifn.
miR-1-5p F2ikH \Th17/Treg AHICHN R K T /K ()25 5% , 2R 1 Pearosn Kz 5043 M LN S84 A1 E I miR-1-5p 3%
i 5 Th17/Treg A OG0 M R T 7K B9 AR M o Bl I AR 4 LN RS B35 97 BIUG 20 8 TR B4 (n=
66) TG AN K4l (n=20) , % Fb H AN E MM miR-1-5p 21kt Th17/Treg AH &40l [ T K 1 22 5%, R 324k
FH TAEEE (ROC) B8 M AN ML miR-1-5p Fe kX% LN B IGIF 45 R i in . &8 ABgHIZ],
LN 20 #3% (9 4P & I miR-1-5p 223k 7K M iM% TGF-B IL-10 7K AK T840 SLE 20, 375 IL-17 . TNF-a 7K
V& T gl SLE 4, 2 R IA T B X (1=6.108,7.437 .6.606 ,9.208 . 11.096, P<0.05) ., Pearson F&;
55 % B, LN fE SN ML miR-1-5p F2ik &5 Tl 7 AHCHN I F T IL-17 ) TNF-o K P A DG, 5 Treg G
A F TGF-B . IL-10 7K F 2 IEAH K (P<0.05) o Tl fE A K418 1SN E L miR-1-5p Fik K- K 1l TGF-B
IL-10 7K T 05 R4, 3 IL-17  TNF-o ZK-F 8 T HUG RIFA RS, ZRIA S F 2 L (1=2.754.
5.352.5.442 ,6.488 .8.285, P<0.05)., ROC £k /R~ , LN & 4MNE L miR-1-5p 3215 8B WG WG A B
1 f A3 8 6 {8 1.025, AUC M 0.780 [95% CI 0.695~0.864 ] , % I8 1Y 7 45 L 8 5 J32 43 ) Ky 74.14%
70.18%. #5it LN BFIMAE M miR-1-5p FRik ik NI, 5 Th17/Treg Jo M fr 78 B % UK, HXT L BG4S
Jr AT — s TN

[X8iR] RIS R; miR-1-5p ; Th17/Treg “V-fi

Correlation between miR - 1-5p expression and Th17/Treg balance in peripheral blood of
patients with lupus nephritis and the clinical significance

HAN Zhifeng*, YUE Luyu, HAN Dong

(Department of Rheumatology and Immunology, Zaozhuang Central Hospital of Shandong Guoxin Yiyang
Group, Zaozhuang, Shandong, China, 277000)

[ABSTRACT] Objective To investigate the correlation between the expression of miR-1-5p and Th17/
Treg balance in peripheral blood of patients with lupus nephritis (LN) and their clinical significance. Methods
A total of 170 patients with SLE treated in Zaozhuang Central Hospital of Shandong Guoxin Yiyang Group from
December 2021 to December 2022 were collected as study objects, among which 86 patients were diagnosed
with LN and classified as LN group, and the remaining 84 patients were classified as simple SLE group. The
differences of miR-1-5p expression and Th17/ Treg-related cytokine levels in peripheral blood were compared.
Pearosn test was used to analyze the correlation between the expression level of miR-1-5p and Th17/ Treg-

related cytokines in peripheral blood of LN patients. LN patients were followed up and divided into the good
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prognosis group (n=66) and the poor prognosis group (n=20) according to the treatment prognosis. The
difference in peripheral blood miR-1-5p expression and Th17/Treg related cytokine levels was compared, and
the receiver operating characteristic (ROC) curve was used to analyze the predictive value of peripheral blood
miR-1-5p expression on the treatment outcome of LN patients. Results Immediately after admission, the
expression level of miR-1-5p in peripheral blood and the levels of serum TGF-3 and IL-10 in the LN group was
lower than thode in the simple SLE group, the levels of serum IL-17 and TNF-«a were higher than those in the
simple SLE group, with statistical significance (r=6.108, 7.437, 6.606, 9.203, 11.096, P<0.05). Pearson
test results showed that the expression level of miR-1-5p in peripheral blood of patients with LN was negatively
correlated with the levels of Thl7-related cytokines IL-17 and TNF-«, positively correlated with the levels of
Treg-related cytokines TGF-B and IL-10 (P<0.05). The expression level of miR-1-5p in peripheral blood and
the levels of serum TGF- and IL-10 of patients with poor prognosis were lower than those of patients with
good prognosis, the levels of serum IL-17 and TNF-« were higher than those of good prognosis group (t=
2.754, 5.352, 5.442, 6.488, 8.285, P<0.05). The ROC curve showed that the optimal cut-off value of miR-1-5p
expression in peripheral blood for predicting poor prognosis in patients with LN was 1.025, and the AUC was
0.780 [95% CI 0.695~0.864]. The corresponding sensitivity and specificity were 74.14% and 70.18% ,
respectively. Conclusion The decreased expression of miR-1-5p in peripheral blood of patients with LN is

closely related to the imbalance of Th17/Treg, and has a certain early warning value for the long - term

treatment outcome.

[KEY WORDS] Lupus nephritis; miR-1-5p; Th17/Treg balance

ARG ML BERHAE (systemic lupus erythematosus,
SLE)J& —Mifk THAE LM B N2 i A S
G PEB , Ho R g — D 2 R G E S
R WFSEHE ) SLE [EE AR 7E T bk 22 40 iy 20 T ik
CLA AL DD RE T B B 20 ok B3 2 | TRl s AR 1 7 A=
R A S htiA SRR B SRS S U
BRI SRS A HEUERS , 51 2008 M R IE S
A B 92 (lupusnephritis, LN ) 55 2H 213K E 2/,
LN &5 SLE B & & I RUE e el 3, A — &
A1) 5 I PR SR BE AN i bR LB R B DI REAS 4
o LN W IE 722 ik Je J ml 302 R B s B
H Hi 4 20898 5 [ e 16 AHARL B LN 2 22 Ak
1BYT T I NS R AR R R 22 5, DN A7 A L 5 e
W LS EZ K RAFTE . miRNA J& TAESi /)
51 RNA, SR 052 895 2 UIAHOC , IR 4R B 7R
ERENIR R 2 AN R AN A e s
KU HAOH ST 4G miR-1-5p 1815 16 i 45 )
7005+ 41 i X SLE (1 Treg 4i it HL A 6028 18 45 4
HI 10 Treg 2K A £ Z8 9% UF S5 7E SLE & LN 1Y & A=
RESBEP REREREER S, 2R g R R
miR-1-5p Fik LS5 T SLE JAH I FH K AiE 1 i#F
& o ASCUAM YIS RS LN 835 h miR-1-5p
R R HAT R R R, BTEN R SE LN B
1R VAR TS AS B AU 43 )2 LI RGBT 7 22 1l

AR Z 2P0
1 ARSHE

1.1 — Bk

4 2021 4F 12 A &= 2022 4F 12 A [\fE LA H
JOR 5T 7% B A 4 1 Hp s B e 422 32 3R 97 1) SLE B
170 BIVE R BEFE T 42, Horh 86 5l 812 Wi o LN A
LN 4, Hi4x 84 (9] A B4li SLE 40 , ¥ i g AR A 2%
BRI RES . MAGRE : OFF 5 16K LN 2 b
PR QLN B3 A4LRT 3 A H PTG e 5 40 il
BRI IR A S BSLE T 30 B I 4 >4
A3 BRI AL T TR B T T IR A I R R 5
%o HeBRAR I Q&I EIF IR R L YIRS
3 QG I R M5 s @12 SLE Hi LA K A7
A B TR 995 5 (DYR YT A N 1 25 58 TR 97 1 )
b O IRSCHE M FL W Lotk . LN 41 Al
SLE ZH i ZL Al Bk 5 AT AT ek (P<0.05) . WLER 1.
AR FE 2 5 BE A B2 5 2 W A T o o
1.2 AME IS 0L (PBMCs ) miR-1-5p $ik i
b

AZH BE IR T RIS B2 mL A R ER KO0, 5
2 mL PBS S (R BUR AT J5 in A Ik B 40 it 43 125 9, i
JE 2 000 r/min 242 10 cm &0 2 min J5 , W8 W
HCrf ) (2 &2 048 A PBS JE IRATIR AT,
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1 500 r/min ., 4% 10 cm & 0> 7 min J5 5 b
i, TR A PBS MKATIR 2], £ #UFE 1 000 r/min .
4210 cm B0 4 min 53 L. LUGHE RIS
Bt g1 AW - miR-1-5p F 514 5'-TC-
GAAGCTAGTGAGATGAGG-3', FiE 5l ¥ 5 -
CATGATGAAGCTGAAGTGAGCC-3'; U6 5]
¥ 5 - AGCTGAACGTGAGCCGTGCGTAA-3", F
51 ¥ 5 - GTAGAAGTCGAAGCTTGATGA -3’
K FH R S350 6085 miR-1-5p U 5% M cDNA,
K F 7 ABI 7500 B 5 ' 52 5 PCR A A7 5 B 2¢
e i PCR A, 47 34 25 : 95CHl AL 1 10 min,
95CAE 1 15 s .60 CHE M 60 s, 311 45 MEH . R
FH 2238388 miR-1-5p WAV ik
1.3 L% Th17/Treg FH 40 7K ~F-Aa il

AN BPZ) (267 H) |, B U A A 14
Sl 5 K A AR AS | 3 85 0003 IS AR e IR A 2 iR
I b Th7 40 e X7 [ F1 4 % -17 (interleukin-
17,1L-17) IR FE A o (tumor necrosis factor-a,
TNF-a ) |\ Treg 21 s X+ [ #5 4k A K K F--B (Trans-
forming growth factor- B, TGF-B) . 141 % -10 (inter-
leukin-10,1L-10) ] 7K,
1.4 Il R RIS S 105 PEAL

WS A S R I R BERE AL FE ) L A
548 %0 . SLE Ji #2 1& sh Pl LN R i
13 BE T K TS PEAG , B2 s 2023 43 H 1 H
o % H AT R E 2 AN RS ) B30, V&
BANZEYES BiIE%, PR AR ZEm
T R O AR W N ERE A R
T B >50% | 1L i WLEF KA 3 A FIET . KT
HEF TG AR 5 R4
1.5 Gtk

fii FH A F SPSS 22.0 X Fdig 17 A B, 14k
TR n (%) Fon , WAL IR LR 2 K 56 5 3 i
TORHLL (x25) Fn , AL IA] FLBCR ) e KiK. A1 A
MM miR-1-5p &35 5 %) LN 5 3% 155 A B A 35000 4y
B 53 A R 32038 TARRRE (ROC) 4k . DL P<
0.05 F2ZEFAGI2EE X
2 HF#R
2.1 PHLLIEREVORHLdR

LN 21 | 54l SLE 21 £ 3 M0 AR s AR T

B SLE e 3G sh PR E R0 22 55 gt i h 2 X
(P>0.05), W1,

F1 FAREMBHLE (vs)
Table 1 Comparison of basic data between the two groups

(x+s)

. It RTASH SLE TR AT
o0 BIZ gy Gty 1) U

LN 86 11/75 30.82+7.10 23.18+4.30 9.37+1.65 15.48+2.79
gl SLE 20 84 12/72 30.76+6.88 23.11+3.97 9.29+1.06 15.57+2.60
P/ AN 0.081  0.056 0.110 0.375 0.217
P{H 0.776  0.955 0.912 0.708 0.828

2.2 WAHANE N miR-1-5p Fik B Th17/Treg A5
7K Lgs

ABERNZI, LN 2H f8. 35 #9208 1l miR-1-5p &3k
IR T 220 SLE 41 ; 1ML 37 40 i 7 IL-17 . TNF-«
IR T ¥4l SLE 41 H &, TGF-B IL-10 7KK T
pai SLEA B H , ZRHAFIFEE X (P<
0.05), WLFE2,

Fz2 WHEINEM miR-1-5p FiE K Th17/Treg AKX EF
KFELE (x+5)
Table 2 Comparison of peripheral blood miR-1-5p
expression and Th17/Treg related factor levels between the

two groups (x+s)

‘ IL-17  TNF« TGF-B  IL-10
2H 1 _1-
UM miR15p (1) (ngmL)  (ng/mL)  (ng/mL)

LN 2 86 1.09+0.18 19.02+3.49 15.17+2.17 10.06£1.19 36.56%5.20
Ll
SLE 41
18 5.553 6.732 7.408 4.871 4.669
PIE 0.000 0.000 0.000 0.000 0.000

84 1.29+0.28 16.03£2.12 12.84+1.92 11.18+1.76 40.92+6.88

2.3 LN BEHNE M miR-1-5p Fik 5 Th17/Treg
FHOG IR 7K P A AR DG

Pearson £ 56 & B, LN & 41 il miR-1-5p 4%
IS Tol7 AHCHI A F- IL-17 \TNF-a /K- 2 1
FHOE , A5 BB r 43 M —0.351 . —0.374; 55 Treg Al
KA F TGF-B . IL-10 7K F- 2 1EAH G, A ¢ R84
5124 0.388.0.319( P<0.05) ,
2.4 AN[FWS LN &35 50 I miR-1-5p Fik &
Th17/Treg A5G F7K-F L #4

86 17 LN £ 34 Bl v 1 th BRAS R T 20 il 5F:
HFHiE A R4, HA 66 610 T Hi s B4,
TG AN R 4L 1AM E I miR-1-5p 33K K FAIK
TG R AF 4 5 i 3 40 M PR IL-17 . TNF-a 7K F
TS B4 8, TGE-B L IL-10 /K A T 7
Jo R B, 2R A G R E L (P<0.05)
K3,
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£®3 AREFELN EBHESNEIM miR-1-5p ik B Th17/Treg
BXEFAKFILE (x£5)
Table 3 Comparison of peripheral blood miR-1-5p
expression and Th17/Treg related factor levels between

LN patients with different prognosis (x +s)

IL-17 TNF-a

ZH 5 iR-1-
4UA . miR-1-5p (ng/mL) (ng/mL)
5
RAfH
e
N
18 2.754 6.488 8.285 5.352 5.442
P1E 0.007 0.000 0.000 0.000 0.000

TGF-f IL-10
(ng/mL) (ng/mL)

60 1.12+0.20 18.06+2.14 14.18+1.97 10.62+1.88 37.94+4.53

20 0.99+0.12 22.18+3.42 18.43+2.14 8.23+1.20 32.01£3.22

2.5 LN HBHEAME I miR-1-5p ik B XHETF 45 R
) LI A

ROC & 7~ , LN 35 7ME 1L miR-1-5p 323k
HEWITEYT WU A R A e AT E R 1.025, AUC
49 0.780[95% CI : 0.695~0.864 | , R 5 F FE 4y
SIh 74.14% . 70.18% ., WA 1,

100
30
60

40

100 fEUER

20

0 20 40 60 80 100

100 57 12
B1 ROC #i%k
Figure 1 ROC curve

3 it

SLE & XU 1 2 45 [ B S e e v & 30
fE7EZ Tl miRNAs [R5 10, HZ 5950 i .
miR-1-5p fc P AT S 1 3R G8 10 LA L B
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(8 ZE] BH WiMmiEmrEmmRE(ALP) bR R & (BUN) KA % ¥ 5 & 1 1 [# i (LDL-C) 5
rp AR U IR A AN RO S F A (MACE) KR, FAik EH20174F 1 A 2 2020 47 9 A HilGH
ZL B BE IR 1 312 49 A i IR AR, 2 AR T 240 1 K RIZH 72 4] 5 55 LA 100 24 f R A ¥
JXTHRZH . LB = AL NS ALP L E U BE R AR A KT s R Pearson A A S A A PR ST NG 1 bR 5 7]
MR TR R . FEVIHE 20224F 9 F 20 H, G0itAS B0 1A F44 (MACE) & A 15 L ; 2R I Cox JAUR:
e A [m1 051 23 M 98 MACE % 2R 200 [R 2% 5 264 ROC M 43R T ML 75 15 b %t MACE BN (E ., 258 AW
RUZH 17 ALP .BUN LDL-C ¥4l X BRI, ELAY Al g T B A, 252 B Se it 22 3 L (P<
0.05) . IfiL%# ALP ,BUN LDL-C 5[] SBP F [ (r=—-0.572,-0.395, -0.414) . 7% [A] DBP T [ & (r=—
0.489,-0.403,-0.408 ) ¥4 £ 77 HH 5C (P $4<0.05) . B IE], JEFI T 4] MACE SR A2 % 20.42% , 5 T H1 7
1 6.94% , 22 A7 Ge it # E L (P<0.05) . JEFY TS I | i ALP . BUN \LDL-C ¥4 /& 1 % 4F & 1L &
MACE & 4= By f& & I & (P<0.05) . IfiL7 ALP . BUN . LDL-C } 154 46 1590 75 1fi. = MACE & 2 B ROC
MR R WAL 318 0.750.0.710,0.773 ,0.884(P<0.05) . 51 A &4F 1 E 3 1L # ALP . BUN \LDL-C
KT, B 0B R T A S WA G, B A kG = 34 7K - %o /&5 1ML 'K MACE 7B — & Fi AN
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Relationship between the levels of serum ALP, BUN and LDL - C and blood pressure
rhythm and MACE in middle-aged and elderly patients with hypertension

WANG Pingyu'*, ZHANG Xiujuan®, SONG Yuzhu'

(1. Department of Distribution of Disease, Qinghai College of Health Sciences and Technology, Xining,
Qinghai, China, 810000; 2. Department of Internal Medicine, Qinghai Red Cross Hospital, Xining, Qinghai,
China, 810000)

[ABSTRACT] Objective To explore the relationship between the levels of serum alkaline phosphatase
(ALP), blood urea nitrogen (BUN) and low-density lipoprotein cholesterol (LDL-C) with blood pressure rhythm
and major adverse cardiovascular events (MACE) in middle - aged and elderly hypertension. Methods 312
middle - aged and elderly patients with hypertension in Qinghai Red Cross Hospital were selected from January
2017 to September 2020, and they were divided into the non-dipper group (240 cases) and the dipper group (72
cases) , and another 100 healthy people with physical examination were selected as the control group. The levels
of serum ALP, renal function and lipid metabolism were compared among the three groups. The relationship
between serum indicators and rate of nocturnal blood pressure drop was explored by Pearson correlation analysis.
The follow-up was until September 20, 2022, and the incidence of adverse cardiovascular events (MACE) was
counted; Cox hazard ratio regression analysis was used to explore the influencing factors of MACE; ROC curves

were drawn to explore the predictive value of serum indicators for MACE. Results The levels of serum ALP,
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BUN and LDL-C in the non-dipper group were higher than those in the dipper group and the control group, and
the levels in the dipper group were higher than those in the control group (P<0.05). Serum ALP, BUN and LDL-C
were negatively correlated with the rate of nocturnal SBP drop (r=—0.572, —0.395,—0.414) and rate of nocturnal
DBP drop (r=—0.489, —0.403, —0.408) (P<0.05). During the follow-up, the total incidence rate of MACE in the
non-dipper group was 20.42 %, which was higher than that in the dipper group (6.94% ; P<0.05). Non-dipper
hypertension, serum ALP, BUN and LDL-C were risk factors for MACE occurrence in middle-aged and elderly
hypertension (P<0.05). The areas under the ROC curves of serum ALP, BUN, LDL-C and combined detection in
predicting the occurrence of MACE in hypertension were 0.750, 0.710, 0.773 and 0.884 respectively (P<0.05).
Conclusion The levels of serum ALP, BUN and LDL-C are elevated in middle-aged and elderly patients with
hypertension, and are closely correlated with blood pressure circadian rthythm, and the combined detection of the

three indicators has a certain predictive value for hypertensive MACE.

[KEY WORDS] Essential hypertension; Blood pressure circadian rhythm; Alkaline phosphatase;

Blood urea nitrogen; Lipid metabolism; Adverse cardiovascular events
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I A -1 1] YW 4 e )/ H TE)F 40046 e
[ X100% , FLAEAE 10%~20% 10y 1 1 R4S 45 A
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(total cholesterol, TC) . H i = B# (triglyceride,
TG) . = % B B #5 171 I [ % (high-density lipopro-
tein cholesterol, HDL-C) | ik % & g 25 1 IH [&] i
(low-density lipoprotein cholesterol , LDL-C) J7KF-,
1.2.4 FEY;

B E R T2 GRS AR, & 3
ARV 1R, I8 5% B35 MACE " & AE T O, 045
Y| BT ANZ Y =R NS I INDA S - 3. BN LA L
BETT#E 2022479 J] 30 H , LA MACE F A Bl
BEDTZ . 312 B 8 5 AR J2 15 % A MACE 43
MACE 4 54 41| -59F MACE 4 258 f4i] .

1.3 Gifteaontr

K SPSS 22.0 GEi 4oy M it |, i 2278 i
VI (xxs) 4838, BA TSI AEAS ¢ K 90 5807 22 7007 5
TR, [0 (%) 3878 AT 2 K 50 5 Fisher A% 1
HE 2k s A SRR 50 R Pearson FH &M 0 T 2 5
>R FI Cox XU L A8 [m1 951 73 BT R 5 16 MACE A& A=
52 A 2R 5 2 1 32 03 TARE R R i £k (receiver
operator characteristic curve , ROC HH£E ) P4 IfiL 7% $5
Froxt i i 2R 35 MACE S0 i 5 A P<0.05 2 25

SAGIFE L,

2 R

2.1 SRR 24 h BhAS IR S8 ML 4
b b

R e 371 IS NN EE = N R G N = [ S 3
B IR . SCr . TC . TG \HDL-C H# % %
IS¢ 5 L (P>0.05) ; AE#) AU 4H 24 hSBP . 24
hDBP .nSBP . nDBP ¥ 8 #8120 7 1= , % [A] SBP T
R K [8] DBP I B 8 B ZH R AR, AR A B 2
IfiL#% ALP \BUN LDL-C ¥J## R 4] X BB 41 T,
HARIZH M7 ALP . BUN \LDL-C ¥4 %) B 4H T,
R 2ZE R EA SR L(P<0.05) . W& 1,
2.2 E IR F I ALP.BUN . LDL-C 5 7% [
I F T R 2R AH S

Pearson F 5 VE 430 ¥ 87, &5 1L B & LTS
ALP .BUN.LDL-C 5 [ii] SBP F [ % . #% [i] DBP
T R %44 5 M0 56 (P<0.05) , Hid ALP 5 LDL-C
R IEAH S (P<0.05) , % [H] SBP T [ % 5 % (7]
DBP T % B 2 IEAHIC(P<0.05) . W3k 2,

®1 ZH-BAB 240 HEMESHRMERRER [ (v+s), n(%) ]

Table 1 Comparison of general data, 24-hour ambulatory blood pressure parameters and serum indicators among

the three groups [ (x=s), n(%) ]

it H JEFIHIL] (n=240) IR (n=72) Xt R4 (n=100) IFIEA P1H
P () 128/112 38/34 53/47 0.008 0.996
EE (%) 59.62+10.45 58.71£9.64 56.79+10.08 2.706 0.068
A 4R (kg/m?) 23.563.54 23.39+2.84 23.073.02 0.777 0.460
2 i S 127(52.92) 34(47.22) 41(41.00) 4.125 0.127
e I R 51(21.25) 14.(19.44) 16(16.00) 1.234 0.539
i IR 53 2%

14 42(17.50) 12(16.22) 0.717 0.699

29 97(40.42) 34.(45.95)

3 101(42.08) 28(37.84)
24 hSBP(mmHg) 163.38+14.52 152.32+12.57 5.839 <0.001
24 hDBP(mmHg) 113.84£12.75 101.46+14.42 7.006 <0.001
dSBP(mmHg) 170.26£15.48 166.95+18.24 1.525 0.128
dDBP(mmHg) 110.15£10.74 107.48£12.16 1.793 0.074
nSBP(mmHg) 151.85+12.82 136.01x10.85 9.509 <0.001
nDBP(mmHg) 104.57+9.43 96.72+9.23 6.225 <0.001
R [H] SBP N & (%) 6.95+2.92 14.27+4.24 16.661 <0.001
8] DBP T F&%(%) 7.14+3.85 13.35+3.16 12.479 <0.001
ALP(U/L) 117.62+35.84" 100.74:+26.82° 62.08+14.70 117.356 <0.001
BUN (mmol/L ) 6.51+2.42° 4.76+1.68" 4.12+1.05 56.036 <0.001
SCr( wmol/L.) 85.65+17.28 83.44=18.96 80.28+21.64 2.940 0.054
TC (mmol/L) 4.58+0.77 4.43+0.92 4.37+1.02 2.399 0.092
TG (mmol/L) 1.52+0.45 1.49+0.41 1.47+0.34 0.632 0.532
HDL-C(mmol/L) 1.65+0.39 1.72+0.48 1.75+0.51 2.095 0.124
LDL-C (mmol/L) 2.85+0.58" 2.32+0.53" 2.01+0.69 75.661 <0.001

T 5 IR H A, °P<0.05 5 5L F A, "P<0.05
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*2 BMmEHHEMFALP.BUN.LDL-C 5% & f1 /%
ThEZEME XM (r)
Table 2 Correlation between serum ALP, BUN, LDL-C
and nocturnal blood pressure drop rate in

patients with hypertension (1)

ALP BUN LDL-C 7l SBP [ DBP

TR S
ALP 1.000 0.138 0.357°  —0.572" —0.489"
BUN 1.000 0205  —0.395° -0.403"
LDL-C 1.000  —0.414" -0.408"
K] SBP F % 1.000 0.306*
] DBP T [4% 1.000
1 :*P<0.05,

2.3 JEMRIAH 5HRIZH MACE % 2B 150 LA
E 20224E 9 A 30 A, B M5B} [E] 15~51
AL RV TR 33 4N H 45 R o, AEF B2

MACE & & 1 % 20.42% , &5 T R4 1 6.94% ,
EZRAHGIE L (P<0.05), L3,
2.4 MACE 41 5 3k MACE 41 Ifii i ALP. BUN,
LDL-C 7K b #5

2t L 8 7R , MACE 4 [fiLi5 ALP .BUN,LDL-C
KI5 AE MACE 40T, 22 5 A Gei - L (P<
0.05), W3K4,
2.5 %0 MACE & 1) 2 [H 2 COX XU L il [l
534

DL 75 & 4= MACE & [RE &, %7 15 1 51 L 4F
W5 A EE AR R S R R S L R i R
%% ARFPUE LEZ5%) . SCr . TC . TG \HDL-C [N %,
g RN, AEA AL S I | 1LY ALP . BUN \LDL-C
P02 v AR L B S MACE & 4 i fE F6 I &
(P<0.05). W75,

®3 FHNBAS5HEAMACELZEREE (n(%)]
Table 3 Comparison of MACE incidence rates between non-dipper group and dipper group [n(%) ]

20 53] n LA SE AFGE DB L 152 ik A< A HIET R AR
E| Rt 240 13(5.42) 23(9.58) 6(2.50) 5(2.08) 2(0.83) 49(20.42)
ORINEE) 72 1(1.39) 3(4.17) 0(0.00) 1(1.39) 0(0.00) 5(6.94)
718 2.096 2.384 7.024
P/Fisher P {ii 0.148 0.123 0.342 1.000 1.000 0.008

%4 MACE 453 MACE A& ALP.BUN,LDL-C
KFELLE (x+5)
Table 4 Comparison of serum ALP, BUN and LDL-C
levels between MACE group and non-MACE group (x +s)

o ; ALP BUN LDL-C
(U/L) (mmol/L) (mmol/L)
MACE4 54  134.86x26.25  7.19+2.76 3.19+0.51
JEMACE4 258  109.30+29.94  5.88+2.24 2.63+0.55
18 5.821 3.746 6.887
P{H <0.001 <0.001 <0.001

&5 BN MACE ZAEMZ E R COX KB bk 51 B3 5347
Table 5 Multivariate Cox proportional risk regression

analysis affecting MACE

95% CI
ES HR {8 i e PH
| SR = (WAR 3.502 1.896 10.728 <0.001
ALP 2.052 1.296 5.374 <0.001
BUN 1.787 1.124 3.768 0.006
LDL-C 2.325 1.406 4.865 <0.001

2.6 IfiL.%#§ ALP.BUN,LDL-C X} MACE % "t () i
NUEARIED

D) 215 R MACE SRR 8728 4, DL
ALP .BUN LDL-C & = 3 kA T A 26 4 4 3 A%

w2 ROC i £k, 45 4 /R , ALP . BUN ,LDL-C
Ko = 3 W A5 4G I 7500 5 1M - MACE & 4= ) ROC
it £ T 1 AR 43 51K 0.750.0.710,0.773 . 0.884 (P<
0.05). WL 1.3k 6,

ROC ik
1.0 EET o T
| ~ ALP
0.8 BUN
! --LDLc
%’; i - B
& o4 :. : —SHL
02 44
0 02 04 06 08 10
1-F¢ 5
1 ROC #iZk
Figure 1 ROC curves

3 Wig

ORI H AR BARZE N I 8 24 h, SR BLH
P i — 25 AR AR 2R 8 P D B, 33 ) PR BRI
PRE B R AR HETE i IR AR S B %
SRR PR 2 AR D BB, 2 IR R BT R
PN, TE A BRI A Y H BLERL , A LA B IS
JOE A AR AT e A —TE AR 5 A, IR AR A
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%6 i ALP.BUN,LDL-C ¥l & I £ MACE % £ #)
ROC # & THER
Table 6 Areas under ROC curves of serum ALP, BUN and
LDL-C in predicting MACE in hypertension

95% CI

TR LR
ALP  0.7500.052 0.6470.852 123.26  0.722 0.702 <0.001
BUN  0.7100.056 0.601 0.820 690  0.648 0.682 <0.001
LDL-C 0.7730.041 0.6920.854 275  0.870 0.740 <0.001
=H B 0.884.0.030 0.8250.944 0.907 0.636 <0.001

1845 AUC SEfH Cut-off i #UREE Fr7E PAH

ESSfilkok AL R ZEACHT | R PRI IMLAE S5 B ek
AR ZRE Y], ok S B AR B g i R 1 2 R
MACE & A4 ™, SCTE = i He 48 35 I 15 A AR
1k, T4%5 MACE &4 B DI Fa bR 2L
LA 45 A 2 3 ik s e B A i) o S5 3 % B
ALP & — T RERE AR N I L R (L Tl , ] 7K i 5
WElR LR , 075 2 R A S A B I, R Ik ALP
ARES 5 MR . WF5EBoR", g ALP 540
JUis Bk it e Sl bk Isc4E R ik 34 S 3 ST E
FHOG . BUN S i B/ Nk it g detn e —, 245
Fofo i PRI 5 [ /A 3 a8 P T o ol A ), 1l BUN
AR T, PR X e o R 2 T, R i
o T I 5 A B sl ks A R B I e ke 5
L5 Thfe, 4 FEUl BUN J+5 . LDC-C
SSRGS P ILFE bR, 5 iU 5 AR AR ZE AL T
FHEARSE A E S, — 5 AR ZE AL T 25 A
M5, s I AT AR DI RE L S 50 M R
g kA TR 5 5y — T T e IR S A A I P
Pt AR ARE RN i R AP A i AR L
MR AR A SCAF IR S5 SR o, o IR R I
5 ALP .BUN LDL-C #j7+5, HARFI L & T4
21, ALP ,BUN LDL-C ¥J 5 . % #%[5] SBP }2 DBP
TR R A E, #E78 ALP . BUN \LDL-C 2 515
I & A B i A T AR A . B — B R A
ALP 1] 3d 35 AT LA 55 1k 5 T AR 5 Sk 52 il i
N B YIRE | A PR B A PR R T S R
RS2 0] i 75 AL AR Ak 5 8 00 AR I A T
TRPIRAS , AT 5 R N 3l K BE g s B I A 5 s
B /INE I B PERUEE B BUN ZKSE E T AR 28 i
T s 00 [ R R A SR U e & e,
KOV v BsF 5 1 IR T ) M R I R L i
ShFKHFERE AL , 48 T e 0 AR . AL
W&, ALP . BUN .LDL-C & MACE & = [ 1 [
R, HHU & MACE &4 1) ROC [ 4 i

R 0.750.0.710,0.773 , HIBEA FUI A0 (8 5 =, R
0.884, #£ 7~ ALP . BUN.LDL-C & ¥4 B T 5
I MACE & 4: KUK . #F9E @™, Fh i i) ALP 1]
WA EBE IR SR R S 5 AT B8 X, 51k i 48
PN Bz T RE B A . st Jok o83 R A A 2505 B A0 AR, DTG 5%
M) IfiL 7 45 44 Dy B, S B e T & DL & MACE &
Ao TR IR 0 AR LT BUN BH & T3y, H 55
IR 5 F2 B OC R % V), T B D) Ae 4 T v] R AT A
T RAE SN GRS 05 9 — 25 i i A N R
B, b st bk ot A i A gk R, B R i — 25T
1 DR T B Ik ok A A AR E R L DA 3E i MACE AL
51 LDL-C — FL B A Ay O L 900 A 2 i
SEfER R WA EIRRIT R E S LIRS
A8 S FEA S,

AN ASHESE S, AEA LI R L )& MACE &
ASERE 2 X T 58 O AE R R IR R R
B3 E R I B) K 32 35 v B AT () I 5 Y A 1M 45
SR R T I I AE PN R AN I E A R R 2
HH B g ot 1 R B AS 5 T B S A BR L i MACE
DAV 58 3

Sl B S e o S = 0 (1WA Y A G N 1
i ALP .BUN ,LDL-C /KF-TFh &, H A5 1 S5
A O A R I =35 7K X B MACE & A4
B A — 2 T A

S &k
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Il 7 Galectin-9 . CXCL10 % 2Pk O LR SE B a8
PCI A Ji5 2 1fn 37 B0 4 ) Fa il s 1

ALY A4t JLIEIFE O REH R

(# E] B® HiHmiEEIUmEEE £ -9(galectin-9) | ML CXC 1L FHiiA& 10(CXCL10) % 2,
PO WIAESE (AMI) 35 2012 28 B2 el R B Bk A A6 97 (PCL) A5 56l bR 2 ik P 1 378 (CSF) B0 G 1 PEAk (.
Fik  BEH2019 412 A & 2022 48 12 A G B 5 AR 4 BEBEYA 19 102 Bil1 T 202 PCLAR I AMI B # BT
41, 73 HME IR R A BE AR (1 100 24 filt e 2V A @ e 2 . A4 PCT AR JS 245 1 TIMI %k (CTFC)
TR AMI B 73 CSF 41 (CTFC=27 ) 37 4] | ML 1E % 41 (CTRC<27 W) 65 14 o R K Gy W B
PG I 7 Galectin-9 ,CXCL10 /K, 2% FH 328 & TR R (ROC) Bl 26 EAil 1ML 7 Galectin-9 ,CXCL10 %}
AMI £ 212 PCIAR 5 CSF TN , >R F 22 1 % Logistic 1A 53 Hr#81 AMI & # 2.2 PCI AR J5 CSF
RN, B8R W4T Galectin-9 . CXCL10 K-8 FEEEZH (1=21.002,10.869, P<0.05) . CSF4]
T3 Galectin-9 .CXCL10 /K T ML 1E # 4 (.=10.929,11.133, P<0.05) ., [fiLi#& Galectin-9 .CXCL10 P & 1k
AT AUC 47 0.901(0.864~0.938) , 4 T EA—A& (P<0.05) . CSF 21 =5 i MiLAE 52 Fb B AR ARGl & L
Wi e EFIRRE LI HI0 (TG) I8 BE RS 28 A I #1155 (LDL-C) \N R i fixi 4 A HiT {4 (NTproBNP) .U LA
HH I(cTnl) BRI R T (CK-MB ) . 57/ 40 H 28 (NLR ) %5 B 1000 (FPG ) B 5 [ 41 2490 s
2s (NYHA) A2 T~V 4% &5 B s T If05 16 3% 20, LVEF IR T I3 13 41 (P<0.05) . £ % Logistic [543
M@ , AR BTG L . Galectin-929.00 wg/L .CXCL10=9.82 ng/mL j& AMI &34 22 PCI AR5 CSF 52
i E % (P<0.05), 51  IfiL3 Galectin-9 . CXCL10 /K-F-F+ 55 AMI i3 2092 PCTAR 12 Il F R 5 2 VI A
X, ATV ARG AMI R 202 PCLAR R 1 LR PR A A= 248 b, HL P & 1564 T A2 RE B s o

[KEiA] PFMEER-9; CXC L TR 105 20N ; TR 2 bk 2 i i

Predictive effect of serum galectin-9 and CXCL10 on slow blood flow in patients with acute
myocardial infarction after emergency PCI

GU Dongdong*, CHENG Jian, KONG Feifei, WU Haiyan, LIU Yufei

(Department of Emergency Medicine, Hefei Jing Dong Hospital, Hefei, Anhui, China, 231131)

[ABSTRACT] Objective To explore the value of serum galectin-9 (Galectin-9) and serum CXC
chemokine ligand 10 (CXCL10) in evaluating coronary slow flow (CSF) after emergency percutaneous
coronary intervention (PCI) in patients with acute myocardial infarction (AMI). Methods A total of 102 AMI
patients who underwent emergency PCI in Hefei BOE Hospital from December 2019 to December 2022 were
selected as the study group, and 100 healthy people who came to our hospital for physical examination during
the same period were selected as the healthy group. AMI patients were divided into the CSF group (CTFC = 27
frames, n=37) and the normal flow group (CTFC<27 frames, n=65) according to continuous corrected TIMI
frame count (CTFC) after PCI. Serum galectin - 9 and CXCL10 levels were detected by enzyme - linked
immunosorbent assay. Receiver operating characteristic (ROC) curve was used to evaluate the predictive value

of serum galectin-9 and CXCL10 on CSF in AMI patients after emergency PCI. Multivariate Logistic regression

AT B ZHBEEEFR L AR B (170410804023 )
ML AT ARG ER AT EFA, %, 508231131
*BAZVEE A4, E-mail : 2udd6684932@163.com
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analysis was used to explore the influencing factors of CSF in AMI patients after emergency PCI. Results The
serum galectin-9 and CXCLI10 levels in the study group were higher than those in the healthy group (#=10.929,
11.133, P<0.05). The serum galectin-9 and CXCL10 levels in the CSF group were higher than those in the
normal blood flow group (7=10.929, 11.133, P<0.05). The combined prediction of serum galectin-9 and
CXCLI10 for the AUC was 0.901 (0.864-0.938) , which was superior to a single detection (P<0.05). The
proportion of history of hyperlipidemia, proportion of intraoperative hypotension, systolic blood pressure,
diastolic blood pressure, triacylglycerol (TG) , low-density lipoprotein cholesterol (LDL-C), N-terminal pro-
brain natriuretic peptide (NTproBNP) , Cardiac troponin I (c¢Tnl), creatine kinase isoenzyme (CK-MB) ,
neutrophil/lymphocyte ratio (NLR) , fasting blood glucose (FPG) and New York Heart Association (NYHA )
classification Il ~IV grade proportion in the CSF group were higher than those in the normal blood flow group,
and LVEF was lower than that in the normal blood flow group (P<0.05). Multivariate Logistic regression
analysis showed that hypotension, galectin-9 = 9.00 wg/L, CXCL10 = 9.82 ng/mL were the influencing factors
of CSF in AMI patients after emergency PCI (P<0.05). Conclusion Elevated levels of serum galectin-9 and
CXCLI10 are closely related to the phenomenon of slow blood flow in AMI patients after emergency PCI, which

can be used as biological indicators to evaluate the phenomenon of slow blood flow AMI patients after

emergency PCI, and the combination of the two has a higher predictive effect.

[KEY WORDS]

slow flow

Z P 0 L #E SE (acute myocardial infarction,
AMID) 8 LA A 0, BOE St . &%
IR Bl kA A VBT (percutaneous coronary interven-
tion, PCI) f& IIfi FRIGIT AMI fie A5 20 T B, 3 i #5 b
MU J7 = 2 1 P 28 A, DAY &0 BILHE 7
{HFR 5 85 212 PCL AR J5 i 35 AR 3l ik 12 1 3t
(coronary slow flow, CSF) ¥l 4, 5 250 A5 [ 2 1
RGBT KU i85 2o AR JE AT SR FH b Rt 1 X
Tt Fr LAXT CSF Y 00 22 5C 81 %2, I i F 3L
B 5 45 % -9 (galectin-9 ) T #4 1k I 8 15 W& R Mk
g Hf, £ S A0 B G B, 51 & IR B ik BE B s
AR ML CXC AL R T RE R 10 (CXC Chemo-
kine Ligand 10, CXCL10) f/ f#f T 2 it 43 £k %4 o7 48
58, DT 3R] 19 5022 SN, (] IF CXCL 1O i m] 41 il 1fi
B IR AE ST B AMI R K AL T
CXCL10 7K *F-%f PCI A 5 B A7 % w19 75000 A
{Ho P, APPSR I Galectin-9 ,CXCL10
Xt AMI f % 2112 PCI AR J5 CSF 1Tl M8

1 ARETE
1.1 — sk

FEHC 2019 4F 12 H & 2022 4F 12 A SR &7
I e IA A9 102 6117 2092 PCLAR [ AMI R B AE N

WS R4, Hodb B E 68 4, o1k 34 1), S 1 48 i
(64.35+5.74) % o P ABRE . OFF & AMI 2 Wi bp

Galactosin-9; CXC chemokine ligand 10; Acute myocardial infarction; Coronary

HEC QT 22 PCL AR s OB H /R B MG e . HE
B Am e - DIl KRR 23 5 @46 Ik il T 2 g e
i @F I EEYL ; @O IR IR e OR AR
B

5 1 BRI AR B AR K 100 44 18 R fee i,
M 62 4, Lotk 38 44, AR IS (64.42£5.71)
%o WEGCH YRR AR Sl A R 2 RS
R (P>0.05) . AP B 2F R ZE 5 O AL UE
EN I
1.2 Jrik
1.2 IGIK¥ER

AR AMI FE S I RSB}, ARG AE I8 A BT i

B 38 [ 41 290 WE 2 (New York Heart Asso-

ciation, NYHA ) 73 ¢ W A s R mb o s (g I s
BE PRI | =R IE ) JSc4e R BT ok 45
1.2.2  [fili# Galectin-9 ,CXCL10 7K -5l

RAE AR G BE 4 K B # KM AE 5 mL, 2
L 20 min (B 0242 10 ecm, 3 500 r/min) Ji5 B | 7
T, SR FH Tt B A 9% W B 5 K U ML 9 Galectin-9 |
CXCL10 7K i & 1 g2 T A TR Ay
HAWRAFBRAERESZ U A5, RH Sysmex
XE-2100 4= H 2 Ifil 28 Hi 53 B {3 DU 1 480 Bl (white
blood cell, WBC) , 2k Fl AU5800 4= H 2 4= 1k 43 ¥t
% ( 5% [ Beckman Coulter 23 ®) ) K Il 75§ 11 4%
(Fasting blood glucose, FPG) . JIL 2 3 Mt [7] T il
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(creatine kinase isoenzyme , CK-MB ) , =it H ¥ ( tri-
acylglycerol, TG) . &\ IH [# % (total cholesterol , TC)
151 %% 1% i 25 11 A [ % (High-density lipoprotein cho-
lesterol , HDL-C ) 1% %% & g £ 1 JIH [& i (Low den-
sity lipoprotein cholesterol , LDL-C ) . H 47 /9 [ 21
i kb % (Neutrophil/lymphocyte ratio, NLR) 5§ 1§
B o >R TG BB 0, 5 WA o A 00 N0 R i ik 64 9K i
& (N - terminal brain natriuretic peptide precursor,
NTproBNP) | Hi £k 27 % St ik A6 O ILILES 25 1 T
(Cardiac Troponin I,cTnl)
1.2.3 QA2 PCIAJR &M F IR WAL

PN ARERPRR N7 S % 2% ke M TN |0 LA (1K=
A7 BN ML AR &0 , R FH TIMI LI 53 2% 9 FA4 (throm-
bolysis in myocardial infarction, TIMI) PCI /K i Il
U, K 22 4% 1E B9 TIMI 11 %X (corrected TIMIfra-
mecount, CTFC) i 40E PEAL PCI AR J5 L . e
M £ 3 PCI AR J5§ CTFC 14i% 4 4 CSF 41 (CT-
FC=27 1) 37 {41 | ML 7 1E % 2H (CTFC<27 151 65 fil .
1.3 Gt

K1 SPSS 23.0 # A AT GE it b TR
BERH (£ s)F5 47 e R 55 AT R n (%) #f
AT RS R A2 TAERHE (ROC) th 4 0¥
£ 1fiL 375 Galectin-9 ,CXCL10 X} CSF 41 {i, %
H Z 1 & logistic & 2 [ 73 B 48 1F AMI £ 2
2 PCIARJG CSFHYFEZIAN Z o PL P<0.05 9 25 5547
GiitrE

2 R

2.1 P4LIM3% Galectin-9 .CXCL10 7K - 4%
WF9T 40 1ML 75 Galectin-9 . CXCL10 7K 35 T
{EE4H (P<0.05), W1,

F1 WHME Galectin-9.CXCL10 K FLLEE (xxs)
Table 1 Comparison of serum Galectin-9 and CXCL10

levels between the two groups (x+s)

2151 n Galectin-9( wg/L) CXCL10(ng/mL )
it EeH 100 4.13+0.83 6.42+1.24
a4l 102 8.42+1.87 9.13+2.17

A 21.002 10.869

PAH <0.001 <0.001

2.2 |IMFIEH 2H5 CSF 4 1M Galectin-9 ,CXCL10
KA He A

CSF 41 Ifil & Galectin-9 , CXCL10 7K ¥ & T IfiL
T IEH 4 (P<0.05), W2,

F2 MRIEFEHS CSFAHMF Galectin-9,CXCL10 7K F
bb3g (x+s)
Table 2 Comparison of serum Galectin-9 and CXCL10

levels between normal blood flow group and CSF group

(xxs)
415 n Galectin-9(pg/L)  CXCL10(ng/mL)
ML 378 15 8 41 65 6.88+1.65 7.31+1.95
CSF 41 37 11.12+2.24 12.3242.55
i 10.929 11.133
PiE <0.001 <0.001

2.3 il Galectin-9, CXCL10 %f AMI & 22
PCI AR J5 CSF 4 Fi 4 1

I3 Galectin-9 . CXCL10 Fiil] AMI £ # 212
PCI AR J5 CSF 1) AUC 435124 0.819,0.754., 9 & 1k
AW AUC 70901, K381,

&3 % Galectin-9,CXCL10 ¥ AMI & 212 PCIR &
CSF jyFill 4 1&

Table 3 The predictive value of serum Galectin-9 and
CXCL10 on CSF in patients with AMI after emergency PCI
Kel4gbr  AUC  95% CI W frE REUE PH
Galectin-9  0.819 0.767~0.871 9.00 wg/L  0.655 0.948 0.002

CXCL10  0.754 0.716~0.792 9.82 ng/mL 0.577  0.948 0.004

Galectin-9+
CXCL10 0.901 0.864~0.938 0.884

0.845 0.001

~~ Galectin-9+CXCL10
—- Galectin-9
+=CXCL10

— 5%

r ey
0 02 04 06 08 1.0
1455 B

B 1 ROC HiZ
Figure 1 ROC curve

2.4  AMI 35 212 PCLA J5 1% i i 42 1 S [ 3%
Vi

CSF 21 8 2 /= i I 5B L) L AR b o A o
JE e W4 L &F 3k s TG \LDL-C \NTproBNP
cTnl ,CK-MB NLR ,FPG 7K~¥- }2 NYHA 434 Il ~IV
05 Fe X L A 4L RS, LVEF AT I3 1
WA B (P<0.05), WHEA4,
2.5 AMI ¥ %12 PCI RJ5 CSF £ [N & Logistic
EVER: i

¥ AMI B H 292 PCILAR G 25 1 3L CSFAEN
AR (15=0 J&=1) , ¥ R R 40 2 SCHE bR
Galectin-9 ,CXCL10 1E R H A8 i1 1 2 M &K Logistic
B A B, 45 5 R, AR Il s | Galectin-9
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x4 AMIBERPCIAFEMRARHERRS
[(x+5),n(%)]
Table 4 Univariate analysis of slow blood flow in AMI
patients after emergency PCI [ (x+s),n(%) ]

\ WIEH 4 4 - "
i MREHL  CFH o P
PERI (/) 40/25 28/15 2121 0.145
AR (%) 61.54+5.23 6.28+6.16 0201 0.841
RS R (kg/m®)  22.34+4.25  23.07x427 0149  0.882
TR 6(9.23) 8(21.62)  3.057  0.080
FEAl s
ie I 26(40.00) 8(21.62) 3.584  0.058
1 I IAE 24(36.92) 21(56.75)  4.837 0.028
PRI 8(12.31) 10(27.02)  3.515  0.061
W5 (mmHg)  145.03+14.24  155.65+15.49  3.508  0.001
#FikE(mmHg)  96.5749.54  107.54+10.67 5.543 <0.001
TG(mmol/L) 1.88+0.42 2342057  4.659 <0.001
TC(mmol/L) 4.641.05 5.13x1.21  0.545 0485
HDL-C (mmol/L) 1.13£0.28 1.05£0.21  0.486 0.564
LDL-C(mmol/L) 2.65+0.64 3.34+0.75  3.157 <0.001
NTproBNP(pg/L)  1.51x0.36 1.98+0.54 5265 <0.001
cTnl(pg/L) 2715261  52.34%5.15 21.545 <0.001
CK-MB(U/L)  264.54%25.87 374.57+35.94 14.631 <0.001
WBC(x10°) 9.75+2.16 10.23+2.25 0274 0.675
NLR 3.72+0.85 6444143  3.636  <0.001
LVEF(%) 54.57£5.19  51.2624.79  2.654 <0.001
FPG(mmol/L) 6.22+1.46 7.5421.78  4.050 <0.001
A BRI 18(27.69) 19(51.35)  5.709 0.017
NYHA 434
II 40(61.53) 14(37.83) S316 0,021
m~1v 25(38.46) 23(62.16) ’ '

=9.00 wg/L ,CXCL10=9.82 ng/mL /& AMI & 212
PCIARJ5 CSF (IR % (P<0.05) . WL 5.

3 it

XFF AMI B RT3 R A0 5 R 1 2%
E AR AR AL %R, 95% PCT AR 1] ok 35 5 4R 3 ik AL
% SR ER R R B G - B || B N |
ARHEE o 18 il I B 5 2 3R Bl 4 RO L At A
W SR ALY, AT O il G
R H O IR PE IR O A S E R AR UG S
ik % L, STEMI B #& %12 PCI AR J5 SCF/NCF %
RT3k 30% , 5 AW ST HIE 1Y CSF & %K 36.27%
FAFFE o H & AEBLH] S R 20 i SR 4R | it -3
T e KA AR T A O A R 2 R it A4 T
BRI ZE A, IR HTTT CSF il , A5 7
LR EBTIR T B

Galectin-9 J& T2 ZLWH BEAE 2 KL 0L, I 1%
ST IHRE AT, S5 R E 5 A7
SIE TR AR . BEAERF ST %W, Galectin-9
AT B OLALIA Thl 40 S DhRe , (Rl B 4 i Th2
2 JfL 2R , 1 240 58 T BB RA AT, (S A I
PR AW R, WS LIS Galectin-9 7K -
i TAdERE 41 ; CSF 41 1fiL 7 Galectin-9 7K & T IfiL 3t
EHE 4, 378 MK Galectin-9 /K A AMI £ 3%

R5 AMIEEE12 PCI ARJF CSF B % [F = Logistic [B 139 #7

Table 5 Multivariate Logistic regression analysis of CSF phenomena in AMI patients after emergency PCI

AF i [EVEES QI i Wald x5 OR(95% CI){H P
A B LR (S B2 R ) 0.776 0.164 22.389 2.173(1.575~2.996) <0.001
Galectin-9=9.00 wg/L(Z 1841 4<9.00 pg/L) 1.149 0.267 18.519 3.155(1.870~5.325) <0.001
CXCL10=9.82 ng/mL (Z: 841 }<9.82 ng/mL) 0.913 0.208 19.267 2.492(1.658~3.746) <0.001

Fik L, H58BF A2 PCARNGEILEHEFH
Ko G, R RN 2 5 3l Kok A 58 Ak 25 B
B, CUFSE 5 P K g i i A5 et ik o) RE B A
AR, W58 MmME &AL, 1 Galectin-9 1]
X &Mk A L A R A 35 T M T 9k L 4
mwlzhae™ , AL R B, IE Galectin-9 i
I AMI £ # 212 PCI R 5 CSF 1y AUC 4 0.819;
Galectin-9 =9.00 pg/L Jj& AMI i # 212 PCI R J5
CSF (52 m A 2 o $2/s A 1 ¥ Galectin-9 7K F-A]
PrENITA AMI 835 3212 PCIAR 5 CSF 1R

B FE TN F 2R, v SR
% 240 L 9 RE 20 B 1) Ak, 5 A4 4 A AR
N AZAREE A, (T F0 40 B 1) e B 2 B, H

RAETRIE A K, CXCL10 XK IFN-vy 5§
HE 1 10(IP-10) , & CXC LN TR 5, 5%
Tofr 5 9 1) G 8 PR s A OG0 . AR R 5E R, AR
20 1M ¥ CXCL10 7K ~F & T it Bl 41 5 CSF 4 1fil i
CXCL10 7K F ML iE # 41, 4878 il CXCL10
fEAMI B F h RS RIA, HS5 B E L2 PCIAR)E
CSFA . FRHIAIA , AMI 5 & 5 ik 4] 2 | ifi i
Wr O LB I IR B , BF 55 Sz BRAEAS 5] st 39000 JLASE BT
H, CXC b I P2k 1 LA™Y ARAFsT 45 R
7N, L7 CXCL10 Fiill AMI & % 212 PCI K J5
CSF [ AUC 4 0.754; H CXCL10 =9.82 ng/mL J&
AMI B # £.12 PCI R J5 CSF {4 5 i [K % , & ]
CXCL10 A] ¥ R il AMI % Z12 PCI R J5 CSF
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4 B 48 b, H CXCL10 3 23k &1 B & 8
212 PCL K J5 CSF B9 WU o Il % Galectin-9 Fll
CXCL10 B4 #0 (1 AUC fc i , BT LA A4 S AMI
B F Z12 PCI AR5 CSF W bR . A A i ifin
5 i P A 5 A G, Sl DK U T R T Ry o
e P e A AR A AR ot e (s ot A7 PN i Y 3 AR
SEPRAE KR I/ MR AE P-E B 2 AN I T 4
IR L AR T S A, 51 & IR

25 AR, L7 Galectin-9 . CXCL10 7K F- T 55
5 AMI ¥ %12 PCI R J5 CSF & VI &, Al fE R
TEAL AMI % 2012 PCL AR J5 CSF A2 # 46545 ,
L 5 5 TN F1 5K R B v o
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1L 35 i e e UHRAS I 5 sy DAL S5 st
oA BER R MR FNE REA

(8 ZE] BBl F IR I A0 I v 32 A V8 e R AR B i, S O IR I AT
FiE SR FH AR R T VA AR A B AT IR T R EAR B ik, R R RIS [ I
BT P BB IR SR & 12, HoRS 28 BF RSD 2309114 0.10% .0.17% .0.11% .0.10% .0.14% , 7 [A] 4% %5 BF RSD
9 0.06% , Fa B HELE R RSD N 0.05% o RIS v, 20 2 105 A ) s 7 T 7 338 A TR 1) ST 389 R AC 3 225 SR 43
124 101.19% . 100.70% . 100.86% , A #1518 Fic 7 325 477 V0 199 - 357 [T R 485 SR 4331 4 100.20% . 100.06%
99.93% 5 £ A 78 1A D IS 2 T8 7 28 AT Y 1) - 331 ImTISCR 45 2 43 5311 106.10% . 105.47 % .103.84% |, Far I
PR I 7 325 B A8 - 38 [ IR 2485 )R 102.25% . 101.77% . 101.62% o £E18 R IR I 5 12546 T 1f 3%
BN R IR SR 2 i, oL SRR RS PRI HERT B =, 38 TS RGO VB A A I

[EEIA]  MBBVI; WRIREA ;s Kl 73 5 SR E

Optimization and improvement of detection method for bicarbonate in hemodialysis fluid
YE Xiaoyan*, CHEN Huayan, HUANG Qiyu, HE Xiaofan, XU Chaosheng, LIANG Zexin

(Guangdong Medical Devices Quality Surveillance and Test Institute, Guangzhou, Guangdong, China,
510663)

[ABSTRACT] Objectives To investigate the viability of back-titration method in the measurement of
bicarbonate concentration in hemodialysis fluids. Methods Hydrochloric titration method and back - titration
method were used to determine the content of bicarbonate in dialysate. Results The back-titration method was
used to detect the content of bicarbonate in different formulations of hemodialysate, the precision RSDs were
0.10%, 0.17%, 0.11%, 0.10%, 0.14%, the intermediate precision RSD was 0.06%, and the stability result RSD
was 0.05% . In the recovery rate test, the average recoveries of dialysates formulated with acetic acid by back
titration were 101.19%, 100.70%, and 100.86% , and the average recoveries of dialysates formulated with citric
acid were 100.20% , 100.06% , and 99.93% , respectively. The average recoveries of dialysates formulated with
acetic acid by hydrochloric acid titration were 106.10%, 105.47%, and 103.84%, and the average recoveries of
dialysates formulated with citric acid were 102.25% , 101.77%, and 101.62%, respectively. Conclusions The
back-titration method is used to detect the content of bicarbonate in hemodialysate, which has strong specificity,
good stability and high accuracy, and is suitable for the detection of hemodialysate with different formulations.

[KEY WORDS] Hemodialysis fluid; Bicarbonate ; Test method ; Back-titration
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BATAT AR E YY 0598-2015 Il 1 37 BT 1
FHOGTATT W AR P ) v LA, G000 e T S AR VA JEE 114
R 980 V8 A A VB TRCRN 325 BT FH K 422 BECE BB 1 1 7 TR
BTG B BT, R R IR i A 72 B3 Fb 57 78 A 3
SE o LABSERIC 7 R B, 0LV 355 AT e 45 0 T 1 B %
BEBLISE , A VH A I VKBS T2 RN B IR HR B B R
ERDA TR 2 e A S A R R, A SR A G
T rb S B, R FH 6 R 23 R T DN R 38 B R P ik
fig SR F B, BT RS ER N TR, Tkt
IV H A k¢ R A R A e, o LK T
TRLIE AT 45 0 0 o e AT W KO A T R —
BT E,

AR S i HE T R T E T A O A N R
] 24 8 (U3 ) ) (2020 4F W) 38 F AR 223K 9101 43
B i BT T B DU 25 8 30 T e T AN 3 BT
HRBk R A o I L B A R R AR I DA (]
W [R5 R R S R A T NSRBI X EL , A
UE B3R 30 22 AR 32 T80, LRSS Mk B o o e s 2
R0 375 AT Y B R SR B R A 3B T VR B TR
SRR B ARSI P G T IR L T SR

1 RS

1.1 15

R TR R % L AR A 56 R A 4 - DS 5
K, A S8 K 2 R gl Ak K @ 5L R T E
) B FE LT - PR H B SR T 6 48 7 711, e 245 Mg /R 7] 30
T HELH

IR RIS (LTS L E it NS et
I e ) A 4 - OS5 K, B 52 56 H
I ik oK 5 @ F IR 1% E W 5 B & F AL B 2
s DB ERFE 7~ 77 , 4 24 Mg 7R 71300 B il
1.2 BHTIR AL

e %5 1 LMLV 325 A e 440 A 3 FR TR T A B Y
W28 W, e A6 P U B 1 B 800 P 52 56 FH K R 8 s
Mo H T T e s, TR 1) 28 A sl R 2 Y
PP ) 5 BOH P i R SRR 19 43 % pH A2 1L, B
[ T 3 2 77 A e TR 80 N PR B8 DDLU , TR L Ak PR
SRR A S T ROECED .
1.3 g kAR AL
1.3 EhRi e 2k n i vk

e VR A T SRR G ) 1 R %
K5 100 mL, A Y BE 27 - IR By & 1R 5 45 /s TR
10 7 , FH 3L PR % 5 W (0.5 mol/L) i i 2 ¥ W rh 4%

AR R a2 2 min, B HI EFEIR, kst
T A2 VAR Sk (O AR I R THFE SR IR AR R
Via, [F B PEZS (03K 36 W2 0 2 i A A =X
/{1

C (mmol/L):(VHC]_VO)XCHCI

1.83.2 &% AR T %

Vg A i ok Az 56 R, G 725 2t BORS: 367K 100 mL,
H5 % A 0.5 mol/L £ R % %2 W 10 mL, il #42
LA , e I E=00, i A B ERFS R0 15,
0.2 mol/L & S AL 84T 2 VR A2 2 W i TG (8 e A8
FIMF LT, T AETH E I Vieon mL o [A]HEES 103
AN IR R ), 55 6 56 YA [R) 44 FRU A 3% A7 FH K
100 mL, [7] 3 & ¥ & 20 2 2= 08, A ) BK 48 7% 571
13, A B W IR R et A R
WL, AR W VomL, HEAXITF .

C“CU (mmol/L) 10X CHCl _(\\//NaOH B Vo)x CNaOH
1.3.3 IR A I N LI

(O I Y325 AT VA 400 0 T ) g BT AT, A VR Y
VKIS R A B R BB R AR D11 B9 25 & A L
T AR Ak O A B R A -

HAc+NaHCO;=NaAc+CO, T +H,0 (1)

@i & i, B 100 mL i #r i, fin A 2 i 3
i 1% 52 T 10 miL 5B R A 3 4350 Hp R st FRRE I
PR ER 4 U R

HCI+NaHCO;=NaCl+H,0+CO, 1 (2)

HCl+NaAc=HAc+NaCl (3)

@3 (2) iR I FEER R AR TN V.,
o3 (3) G R AR T FEER R AR V., U AR
A A (10 mL-V=V,) XCua (I ER R . & W0 A PR
T CO., VA, AT kS 7R 71 AR
AR W . A EENE e S TP R AR
RN, O AL R AR

NaOH+HCI=NaCl+ H,O (4)

NaOH e AR v, = (0 Y2 VX G

@ 4k 25 3% 5 fff NaOH 5 A 2 (3) 2k il Y
HAc J2 W 4= i NaAc, H 2 B BEAE b 8y 41 (4 (HAc
RN 5E4) , RN AT

NaOH + HAc <> NaAc+H,0 (5)

LG 43 T #E NaOH 114 5 1) 5 (mol) 15 24 5K
(3) " IH#E HCL 099 Jot 19 1 40 45 (455 A (3) .
N(5) : CruonVs = CuaVy) , I :
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A7 (5) H NaOH JH #EL i 41
— V3 X CllCl
- CNaOH

NaOH E/‘J IEI\ {\ﬁ *’%% ( V4+Vs ) ﬂ‘j H

\E

N (10-V,=V,)x Cyq L ViXCyq
’ Cruon Cruon

_ 10 x CHCI - Vz X CHCI

- Cruon

DN A2 S (2) F i IR S0 M T AR 14 Bk iR 4
iF/E{ Vﬁ\?:
10 X CHCI B VNaOH X CNaOH
V.= Cua
@*ETE’T%%&@ (2) ':F‘ , VaXChe= CHCO

[ A At 1 03 CAS I ER TR ), D Bl R S MR I J3E O

_ 10X Chy = (Vion — Vo)Cra
CHCO; (mmol/L)= HCI v NaOH NaOH

— szample ’
3

sample

2 H#HR

2.1 LJEMELE:

B 1 32 mmol/L 1Y Bk 1R 4 B 15 VL D2 ik iR S 44
B {H R 32 mmol/L (133 B ¥ , FH 3% U 22 15 43 i
AR 00 e 2 S0 M Y VR R 5 T T T Bl PR SRR B
PO BRI 25 R 0 22 5 o LR 1o A &5 2R m) I
K FH AR T 22 VA A B, B2 {E R 32 mmol/L 1Y il
T2 S 1M T YR 3 A VAR ) Tl T SR ARG W) 235 2R AH X
M 254 0.31%

*x1 TEHRKER
Table 1  Exclusive test results
e _ @i (mmol/L) T X
F1k g2k g3k (mmolL) (%)
R EANAW 3215 3213 32.09 32.12
BT 3221 3221 3225 32.22

0.31

2.2 fHE ALK
o A 3 6 R FH R T A 2% 43 ) I S 22 ol i Y
P 7 38 T P B9 IR AR % 1, AT I AE 6 IR, 1T

SR XS bR MEfR 25 RSD A, 253 Wos , AN [F B 7 A TR
e ] B 1811325 7 Y80 10 ik PR SRR ARG 0 45 SR 7 42 74 RSD
(% )H %3512 0.10.0.17.,0.11,0.10,0.14, &2
TS L 2 RS % R A0 BRI O 1 35
BER, AN [FIAG 56 53 7 AS [ sk ) RIS [ 86 461 F
FHAS ()30 7 45 AT o (DN 25 B0, 25 3 R h
6] K5 25 i RSD (% ) {1 0.06, 1)K 28 B2 iR 56 45
R 3,

®3 PEBEEXBRER

Table 3 Results of intermediate precision test

21 (mmol/L) RSD {&
B B2 B3R AR Fsw Fow (%)

i

Kgesi1 3221 3221 3225 3217 3225 32.19

0.06
IR 2 3221 3213 3223 3221 3217 3217

2.3 FREMEIAE
VeI T 1B, 12 3 R R — & &
A e 4 1y IC ) 3 A, O R H R T R 1 IR AT R
M, 2 E VEZE R RSD(%)=0.05, o il 4
W 4.
F4 REMABER
Table 4  Stability test results

FHL 2 (mmol/L) SEHE RSD{H
Sl 2w 3w (mmollL) (%)
ESIPN 32.21 32.21 32.25 32.23
ERES 32.21 32.13 32.23 32.19 0.05
HFH3R 32.17 32.21 32.25 32.21

2.4 GRS

e D 7 1 CJEORE R BUTS AR 4, i AR AR A5 R
- :6.0 mmol/L ) FIHE J7 5 (IRl Sy M1 R 9l , A
R AR bR 75 1.0 mmol/L) 33 A7 ¥ RE &, 43 91 IE )
I 3 AN [V B 1) 385 AT T, T 4 Tk TR AR MR Ay
HAr /R & (32.0 mmol/L) Y 80% . 100% . 120% i) i
BT, 4 ) FH AR 37 22 12 R T2 3 R 9 R AT G
TR H RN,

x2 ESHARBRER
Table 2 Repeatability test results

HCO, % # (mmol/L )

CH 3 “TH A
e T ﬁ;ﬁ) bt an?ﬁflf)ﬁ B 2 3K H4AK B5K oK RS(I‘;OEE
1 1:1.225:32775  [BEERIR .0 L B 4 32.0 3221 3221 3225 3217 3225 3219 0.10
2 1:1.23:32.77 PR A - 4 VKT TR 31.1 3147 3155 31,53 3155 3145 3143 0.17
3 1:1.83:34 PR AR - 4 VKRR 33.0 32.03 3209 3205 32.09 3203 3211 0.11
4 1:1.26:32.74 BEIRA 8 KEEIR B IR #H 29.0 29.55 2953 2959 2961 2959  29.59 0.10
5 1:1.225:32.775 HIEEIAR .1 MR 32.0 3205 3199 3201 3197 3205 32.09 0.14
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K IR 3 G BRI, 80% | 100% | 120% it R
e 77 3% A WF X 1 (% ) 43 i A 101.19
100.70 , 100.86; & HI £ 2 i & % K I, 80% .
100%  120% ifs 12 Bic 77 375 A7 9 [0 (% ) 4393l R
106.10,105.47 . 103.84, it iR it 77 25 B ¥ 1m0 i %
FERIFE S,

K FH 3B T 78 A, 80% . 100%  120% Fi i iR
fic J5 32 BT 11 R (% ) 43 5 A 100.20 ., 100.06
99.93 ; >R FH £k BRI 12 R A, 80% L 100% . 120% H1)
R R I 7 385 BT VT 25 [RLIBCR (% ) 4393 K 102.25,
101.77..101.62, FA5 R BC 75 37 BT 3 Il e 45 51 D,
%6,

x5 EWENBLER (FEERES)

Table 5 Recovery test results ( Acetic acid formula)

HCO, K {1 (mmol/L.)

W (%)  HCO, FE{H (mmol/L) SRS - RSDE (%)  ~F¥IENER (%)
ERRN Hi2) 53k
20 956 IR E 25.97 25.87 25.89 0.20 101.19
R R A 27.18 27.23 27.08 0.28 106.10
100 390 R E 32.21 32.21 32.25 0.07 100.70
R TR T 72 1 33.73 33.83 33.68 0.23 105.47
IR E 38.78 38.68 38.74 0.13 100.86
120 38.4 N
R TR A 39.84 39.84 39.94 0.14 103.84
Fo HEKWERWER (MBERELT)
Table 6 Recovery test results ( Citric acid formula )
W (%) HCOSHE( (mmolL) WKk _ HCO AT (mmolL.) RSD (%) THIEIE (%)
H1R 52K ¥ 3

20 956 IR E 25.69 25.61 25.67 0.16 100.20

ER TR T 7 K 26.03 26.33 26.18 0.57 102.25

100 390 IR FE T 32.05 31.99 32.01 0.10 100.06

R TR E 32.58 32.58 32.53 0.09 101.77

190 284 i:rziﬁsﬁ%{f A 38.50 38.22 38.40 0.37 99.93

R TR 7 39.04 39.94 39.09 0.20 101.62

3 it DU P 25K 5 Dt sl 45 S A 22 179 T PRI 1T 68 5 328 BT T

I P X 2 R Pl DL, SR FH AR T A
AT TP At B - X R AR R E AR TC T4, M
Ko B K 45 T WL, & &2 M RSD H 0.10% ~
0.17% , H [A4E5 % B RSD M 0.06% , ka5 7 RSD 4
0.05% , < BHIR ik 5 1 E B AT .

A b A T 3 4 ] R X L 3 5 AT
OIATAT A FRUE YY 0598-2015 81 5E 14 £5 12 Tk
S T G T A T T 7 375 BT YR (A A TR AR s 7
1.0 mmol/L) 1 [l e e R0 R B At , T 6 TR Uk o 1 A
N s T2 FC 7325 AT R (B R AR A 7 it £ 6.0 mmol/L)
R R MR R ARG )R R R R B 2, 80% A
100% 1Y [0l Wi 5 8 3 T 5% 10 Fo 22 30 Bl , e
% 5 2R FH AR 95 A 12 000 2 S 1R . 7 R A 1 T
70T W, Bk TR AR R D A Tl R Y
100% , HEAf B =, 45 A (b 25 8 (g 38 ) ) (2020
AE R ) 38 T H R B3R 0101 43 B 7 1k B AiE 48 S 5

Hh 5 R A AR AT O o SR SRR 2 1R, i
TR A R R R 38 AR B TS TR B SN, i
A8 P I AR 5 A R SR R R A ik A U i
AP VR v B TR SR 5 e 1 A T R A L TR TR
TR AN 212 R 3R 9 52 00, BB 6 Y A 00 ) 3 A
T80 BB TR MR T AR TR A YR R, A Y A AR 45
iR T

M X R R AT TR JE A AR E M N
J3E I [ e ARG 7 VR B E IR SR 45 R R W% 5 12
HA L Jm s Fe e VA N 5 R R At 2 g A9
A, BEAE ER A5 2 i AG: DN HH 3 BT I B R S AR Y
o, T T IR B | I TR A A R 14 1ML i
i B R SR A AN

% 3k
(1] EFRE. e e (M. LSRR A
2016:9.

(F2% 1529 1)
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STAT3 Wil JNE I -1~ 23 W 40 1l o B8 SE 2R 98 1~ LY
W5

WA HE LMk FiRE

(8 E] H® wHEWESES M S T 3(STAT3) 76 I 18 58 40 98 1741 & AL 1 H
FIVER . Ak 1o, M/ U 58 (MCAO ) il K KR 28 0 201 it 4% 37 1 4G - 7 %6 B 41 27 (OGD ) £
AU, SR F S5 B ¢ Y 2 £ PCR (qPCR ) AR 1 4 788 Bk (WB) A6 il Jif 41 20 STAT3 mRNA FIA 3R 3k .
SRJG , C5TBL/6 /N ERE S AAVO-sh-STAT3 B AH 50 B 3 J8 Ja 1) R4 ] STAT3 323k 1) MCAO FE8Y | R
FH qPCR Kzl STAT3 mRNA ik, >R Fl WB K I 8 7= #H 0 55 11 Bel-2 #H ¢ X & 11 (Bax ) A1 B ik I 40 g
J9 -2 (Bcl2) £ 35, 5K FH Tunle 4% €245 00 240 i 08 =15 & o B2 345, /0 BUAH 28 00 40 i %% 44 Sh-STAT3 I
OE-STATS3 12 5 5 , #4 22 410 il A1 3k 335 STAT3 BLHY | >R JH] qPCR H1 WB 4 ll NLRP3 mRNA F17E (4 %
ik /N BT AAVO-sh-STAT3 il AAVI-OE-NLRP3 JIf #1565 5% , A E 1 ] STAT3 Flid 235 NLRP3 ()
MCAO 5 #Y | 5% FH it 156 6 28 W B0 5 (ELISA ) A6 30 /N BRIV 71 240 A 22 -18 (TL-18) . i 78 3R 3t 1A
F o (TNF-a) , 140 A 2 -10 (IL-10) AL B KRB (TGF-B) IR ik o BbAk, K BUM 245 J0 241 Mo %
Y+ Sh-STAT3 F1 OE-NLRP3 12 %4 # 48 h 5 #4) @ 1 il STAT3 3% 35 Fl i % ik NLRP3 [ OGD #i#4 , % H]
WB #  J8 T A1 56 2 1 Bax Hl Bel2 35, % Tunle 4 @AM AN B T 1B 0 . &R qPCR il WB K
25 3 7R, STAT3 £ MCAO F1 OGD HY fiki #ft 28 70 41 g v 2% 15 7+ 85 (P<0.05) . WB il Tunel % {45 5
R, /N B 20 2UEIR STAT3 , MCAO S 2019 4 i 1 T2 32 B il (P<0.05) o A, STATS 38 i 97
NLRP3 #I il IL-1B . TNF-a , IL-10 fil TGF-B ik (P<0.05) , i # ik NLRP3 7] [k STAT3 %F MCAO 7]\
SLAT B U T B AR AR (P<0.05) . G5 STATS3 W] 38 3 845 NLRP3 48 it /IMA A 5 18 48 9 R 7 20 b
00 7 i A58 B /N BR A AR OE T

[RIA]  STAT3; NLRP3 SAE/IMA s S B 430k 5 Bk 5t

STAT3 inhibits cerebral infarction by regulating inflammatory cytokine secretion

JIA Dandan*, CHEN Rong, MA Lin, LI Qifu

(Department of Neurology, the First Affiliated Hospital of Hainan Medical University, Haikou, Hainan,
China, 570102)

[ABSTRACT] Objective To preliminary explore the role of signal transducer and activator of
transcription 3 (STAT3) in the apoptotic mechanism of cerebral ischemia. Methods Firstly, mouse middle
cerebral artery occlusion (MCAQO) and rat neuronal cell culture with oxygen - glucose deprivation (OGD)
models were established. Real-time quantitative PCR (qPCR) and Western blot (WB) were used to detect the
expression of STAT3 mRNA and protein in brain tissues. Subsequently, C57BL/6 mice were injected with AAV9-
sh-STAT3 adenovirus after 3 weeks, an MCAO model with inhibited STAT3 expression was constructed. gPCR
was performed to detect STAT3 mRNA expression, while WB was used to assess the expression of apoptosis-

related proteins, including Bcl-2-associated X protein (Bax) and B-cell lymphoma-2 (Bcl2). TUNEL staining
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was conducted to evaluate cellular apoptosis. Furthermore, mouse neuronal cells were transfected with Sh -
STAT3 and OE - STAT3 lentiviruses to establish models with suppressed and overexpressed STATS3,
respectively. qPCR and WB were performed to examine the expression of NLRP3 mRNA and protein. MCAO
mice were injected with AAVO -sh- STAT3 and AAVO - OE - NLRP3 adenoviruses, and enzyme - linked
immunosorbent assay (ELISA) was used to measure the expression of interleukin-18 (IL-18), tumor necrosis
factor « (TNF-a) , interleukin-10 (IL-10) , and transforming growth factor-B (TGF-f) in mouse serum.
Additionally, rat neuronal cells were transfected with Sh-STAT3 and OE-NLRP3 lentiviruses and subjected to
OGD modeling after 48 hours to establish OGD models with suppressed STAT3 expression and overexpressed
NLRP3. WB was conducted to determine the expression of apoptosis -related proteins, Bax and Bcl2, and
TUNEL staining was performed to assess cellular apoptosis. Results The results of gPCR and WB showed
increased expression of STAT3 in MCAO and OGD-induced brain neuronal cells (P<0.05). WB and TUNEL
staining revealed that knockdown of STAT3 in mouse brain tissue inhibited cell apoptosis caused by MCAO
(P<0.05). Furthermore, STAT3 regulated NLRP3 to inhibit the expression of IL-13, TNF-a, IL-10, and
TGF-B (P<0.05), and overexpression of NLRP3 reduced the protective effect of STAT3 on cell apoptosis in
MCAO mice (P<0.05). Conclusion STAT3 can suppress cell apoptosis in mice with cerebral ischemia by

regulating the secretion of inflammatory factors mediated by NLRP3 inflammasome.

[KEY WORDS] STAT3; NLRP3 inflammasome; Secretion of inflammatory factors; Cerebral infarction

ki A58 7, 2 — ™ 174 G e AR S0 0l 1 2H 2L IR B
PRI, B VR TG I Y B I B0l R M i A2 ™
YRR 2 A& A (N e I s OB PR
5 ) FIAS At 5 04 A= 1% 2 5% Chn g i 45 ) &R T g 5 3K
NGAEAE . M2 eI sE Tk B vh, A T AH DG
BCL2 - Associated X i H (BCL2 - Associated X,
Bax) "> fl B 21 }fd 3k E2 9% -2 (B-cell lymphoma-2,
Bel-2) AR 2 OCEE B ATT S i A T 11 2
o Z P50 N 7 2VE kA B8 2 5 1 I rh R
ik R AR IR AE 2 W AR Y h A
P o ARAE PR K sl 0 Sl B0 50 T RE AE il
REZE R I8 19 v e # d AR

B A IR 45 f NOD M 32 (& #4211 45 1 1A
% H 3 (NLR family pyrin domain containing 3,
NLRP3) 15 ¥ 455 A i 20 e 09 15 58 L o4k (= 28 0
TR A A5 Tl AR o BRI FEAE T . B ARG
J 2T 2 4 M 3 W B9 1148 LAY 2% -6 (Interleukin-6 ,
IL-6) "3 1 5 5 % 3 S S 005 25 1 3 (Signal
transducer and activator of transcription 3, STAT3 )
ek B o b - B B AR A L A% ', STAT3 i m]
LA 400 ) fi 9 200 L 15 5, (R R AR R T it Ab
JAK/STAT i f#% 75 ¢ i 14 1 A< v 75 5 19 58 4 1tk
Mg Te R E EE M REERT . AR
W 5 T 58 STAT3 7 ik 8 38 vp (1) T 6& 1 7E H]
BL

1 MEERZE

1.1 EZME
111 LY

JHI Ay CSTBL/6 [MEME /N, 6~8 &, (A H {i [l
1 28~30 g; 6~8 JEHfEPE SD K R, 1A 5 i [l A 260~
300 g, ShIIE K AR FRT SPF 2 Rl e sh
iU, FERRATHIF A = 2= B o — B g 1= e sh ) A L T
1.1.2 25

JHE 2 1955 Tk IR B 922 W2 BRI 72 (Enzyme linked
immunosorbent assay, ELISA) } Tunel # 1= #; i
&5 (32 Sigma /A H] ) ;RNase-free DNase 1, 58 %/
R R IR AR CRIPA [ 24 f 0 A% P % 9
(PMSF) (HL3E4E: 9175 7)) s RNeasy Mini i8] & (KAR
HEALBHE A F]) s RPMI-1640 15 5% 3 B-27 £ 37 %
(BT A=W A ) 5 0.05% i 2 11 B (Gibco A #] ) ;
Trizol .SYBR Green qPCR Master Ji245 i .BCA 75 [
& m i A & (TAKARA /A 7)) 5 Pierce™ 25 [ i Al
1% it 410 1) 700 (B8R € R TP E A F] ) 5 Bax  Bel2,
NLRP3 #l GAPDH $i {& (#2128 5 A 7))
AAV9 AR T M8 BE (DUEA YA A .
1.2 ik
1.2.1 /N EUIAE FE AR 7 (middle cerebral artery oc-
clusion, MCAO ) ¥4 4

10% 7K 4 8.1 L) 3.5 mL/kg JI5 8 7 5 R /)N



-+ 1526 - ATEW SR ARG 202349 A

H15E ol I Mol Diagn Ther, September 2023, Vol. 15 No. 9

o PRI T Wk B ik , A TR B 59 1 35 rp
$RE A B IR BIL B K, FH 4% A 445 FL , nAE B
JAET NSk SRIGVITFHUE K, A 4R 22
TGS RS, 2 h JEHRE . /D BUR R
S 3l 37 ANER | HH 3 A i SR A6 bR A0 B i A A
FEARIAEE T o T AR/ BB 45 LR SN,
REBAER AT o /D BB 5 BRI AL BE | B
AR — 2537 .

1.2.2 28 o0 4 I 3% % R AR - i A ) < 5T AR
(oxygenglucose deprivation, OGD ) 4] #

B 3 d K RURRI G Ak B8 K g ol iz i 41
U1, FH 0.05% g 8 B AL 30 min, #5005,
FH & 5% JiG 45 1L 79 DMEM 15 5 R d B, D 1x
10° 4 A /mL (1) % 55 5% 55 4 il 24 h, B4 DMEM %
FEE L B-27 ¥ 5 3. 5 dJ5 41T OGD., ¥ OGD
2 $% 37 FH B R A Sk TOME B 3R A A R R AR
T 1 mM, 415 775 % 95% N, Fil 5% CO, 1 55 5%
R, OF BB ZH 41 i 35 SR AE & 5% COL R FRAR T .
4 h 5, T A0 3ol 5% I 4R 1T 1Y) DMEM
RS AL R 5% COL I F 48 h 85 35 .

1.2.3 S K ab s

1231 sh¥srdl KA # ¥ 40 H C5TBL/6 (1) /)N
FRBE AL A 4 2 : AAV9-con+Sham ZH /)N FiUfin 2H 21
T 5 10" TU/mL AAVO Xt BB 56 25 JF BEAT IR T AR,
AAV9-con+MCAO 2 /s Bl 2 21 13 5F 10" TU/mL
AAV9 X} B B FF #E47 MCAO F R, AAV9-sh-
STAT3 + Sham Z1 /> f s 21 21 33 5% 107 TU/mL 1Y
AAV9-sh-STAT3 J-AHICR I TR TR, AAVO-
sh-STAT3+MCAO 4/ FUIR 41 243 55 10" TU/mL (1)
AAV9-sh-STAT3 - HISR #EIF 1T MCAO FK

B30 2 C57BL/6 /INERBERL >4 3 4H : Control+
MCAO 41 /)N BV 5 % B2 9% 75 )5 547 MCAO F+
A, AAVO-Sh-STAT3 +MCAO 2 /)N B 2H 2 1 55
10" TU/mL AAV9-Sh-STAT3 it # 3¢ 55 25 I B 17
MCAO F A& , AAV9-OE-NLRP3+MCAO 41 /)™ K
2H 217 51 10° TU/mL AAV9-OE-NLRP3 it #H 56 %5
T MCAO FA
1.2.3.2  40fEsr2H S Ab B BUEKENS 2 710% 44
B o A 22 e 4l U FEHL 73 M 4 2H : Scramble 2H 41 9 45
T %] RE 1895575 Scramble 40 H 48 h, Sh-STAT3 4 41
ML 25 T4 STAT3 F23k 12 95 5 A B 48 h; Fugw 41
21 1 25 T %F PRI 5 75 Fugw Ak 3 48 h, OE-STAT3
H AR L5 T 3 7635 STAT3 18 B AL FH 48 h,

AR Kl A 2 70% 22 A B I B8 G 4 i B
B4R 4 #4H . Control+OGD £H 41 Y 45 T %) FR 1% 955
AL HE 48 h J§ OGD A #% , Sh-STAT3+0GD 41 4f|
ML 25 7 70 il STAT3 F L2 # 4 # 48 h )5
OGD # #i , OE-NLRP3+OGD 41 4 js 25 T 3 %315
NLRP3 1€ %5 % OE-NLRP3 4t ¥ 48 h J5 OGD #t
5, Sh-STAT3+OE-NLRP3+0GD 4 4 it 4 T 417 1
STAT3 3% 3512 55 #5 Fl i ¢ 15 NLRP3 12 55 5 4b 21
48 h i OGD 4 .

1.2.4  RNA #2 A I 2251 % it PCR (Real-time
Quantitative PCR Detecting System, gPCR)

{#i | TRIzol #2 B &\ RNA, £t RNase-free DN-
ase [ Zb 5 , {fi Ff RNeasy Mini Kit Ziif, RNA, {ii
JH NanoDrop ND-1000 i i RNA [ 4 i Fnali Jig | i
i Bioanalyzer 2100 (Agilent Technologies) I &
RNA 1y 58 % . ffi F§ RT-PCR i 5 £ ¥ mRNA
S 5% 5% i cDNA, 2K H SYBR Green qPCR Master
A &, PCR R A AT 973 , DL cDNA hy £
Mo &0 R BE 95, FAR 1 30 s iR BE 95C, 4B M
5 min, 60 CH# 4718 K, #Ef 37 s, Ji§ ¥ 40 4>, RT-
PCR 5| ¥ &% it K . STAT3 L Wi F 5 N . 5 -
GACCCAGGAACAAGGTGA-3', Fiif F 4 :5 -
GCCAAGGAGAGGGAAAGT-3' ; NLRP3 i J¥
5 H : 5'-GACTGGCAAAAGGCTGTG-3' , F it J¥
51| :5'-AGTTTCTCCAAGGCTACCG-3" ; N & 2] Ny
188 fHFH 2 #4743 PCRBI¥H g T4
YT RABRAFS M.

1.2.5 55 EN% (Western Blot, WB)

57N R ik 8 26 70 40 G i A i R R A e
2% R (PMSF, 10 pL/mL 2% mik ) vk b 2% 30
mino KEA I P42 B AN i B AR AT B0 5
min (11 000xg) , UHE i FES KL L 3R
i — 9 LA (PVDFE) o £ 5 15 5 Bax (4t
/NERL1:1000) Bel2(Fdi/MRL, 1:1 000) NLRP3 (1
/L, 1:1 000) .GAPDH (424707, 1:5 000) —
YU E LR, IRE N 4T, K5, TBST i LEEIT 5
B ALY S & PO E . % ECL &6
WHEATIRE A0, 481 FH Image T 3K FHEFT 007 .
1.2.6 ELISA

MR A ) 3 e A U B ] ELIS A 350 &0 /s
SR 1 4l i % -18 (Interleukin-163, IL-18) |
i 88 2R 48 [N T o (Tumor necrosis factor, TNF-a) .
M 40 L 41 % -10 (Interleukin-10, TL-10) . #E LA K
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F-B (Transforming growth factor-@3, TGF-B) [t
ik, BN UL WA ELISA A6 1L
i, 37CHEE 30 min, B JE A B H], 37CIER
15 min, f# FEEAR{FE 450 nm A0 AS I W G R, 4
bR e 2, THRAEA R
1.2.7 Tunel 4&{0

fifi Jf] TUNEL %% € 3057 & F 47 40 i 08 7 4%
M. 37CHE A K ¥ 5 15 min, PBS 7% 5 min,
SR 5 5 B A bR LA PR E h 37C(1:9) IR A
B 60 min, = FERR W U] R VR R 91T
W, iz F DAPL 4 (% 10 min, i 1 9¢ 0% 8 i385
PEATHIREGE T o Tunel FHAEAZ DA A4 90T 4%
EONER e 7
1.3 Gitsrth

K HI SPSS 25 Bt it AT g it 40 b, T ¢
B (x+5) R, P ALE] HL R A ST BEAS 4
5o DA P<0.05 %R 255 BA G L

2 #R

2.1 STAT3 7&K KL MCAO 5 5 FI 4 Jifd OGD 5 %l
TR ERA

qPCR S 45 1 7R , MCAO 4 55 F AR M
L, /N BUIR 4148 b STAT3 mRNA FIE I35 TH 5,
ERA G ¥ E X (P<0.05), WK 1A, OGD 4
K EURHZe T4 STAT3 mRNA FI4E 42834 [+
FETHR (P<0.05)., WWE1B,

>
=

Sham

B35 MCAO Sham MCAO
B 1
2 STAT3 79 kDa
o< 10
2z
2% 05 GAPDH 36 kDa
S g
~
0
B -~ L5 a Control
S 0GD Control  OGD
S3 10
2= STAT3 79 kDa
£z,
22 05
- GAPDH 36 kDa
&

0
A /MR 405 STAT3 mRNA 17K 13655 ; B K40
YAl STAT3 mRNA I 13835, 'P<0.05,
E1 MCAO/NREALF OGD 4 jT b Fp STAT3
mRNA F1E B RIETH
Figure 1 Changes in STAT3 mRNA and protein expression

in MCAO mouse brain tissue and OGD brain neuronal cells

2.2 WK STAT3 J5 MCAO /)N H' STAT3 . Bax #il
Bcel2 [ 5R15

qPCR K45 5 o, 5 3 5 6 i AAVO A
FIREFAT T AR B AAVO-Con+Sham 2H /)N FRAH [,

MCAO 2 /) Uik 41 2 v STAT3 SRk W 8 T, 22
A GTEE X (P<0.05) , @ik STAT3 AAVO J5 H:
FIRFEAR (P<0.05) , FiE1T MCAO F AR NJ STAT3
FiETFHE (P<0.05) . LI 2A. KA, MCAO 41
Bax #F [ & A TF i, Bel2 2B 1 2k I B Ak . 1
SR STAT3 AAVO BRAH G 7% )5 , Bax B H %
EH BRI, B2 EARLIHABTE . WAE
2B . Tunel %t {045 F03F , Wik STAT3 fig % 41 41
MCAO FAREF R ML AT, LK 2C,

A 2, b B AAV9-Con  AAV9-sh-STAT3
2 b AAV9-con+Sham
£ s AAVO-contMCAO Sham MCAO ~ Sham MCAO
% AAVO-sh-STAT3+Sham ;
E >N Bax 21 kDa
z 10 AAVO-sh-STAT3+MCAO
2
2o Bel2 26 kDa
z
]
< 00
& GAPDH 36 kDa
C AAVO-Con  AAVO-sh-STAT3
- b AAVO9-con+Sham
8 AAV9-con+MCAO

Sham

AAV9-sh-STAT3+Sham
AAV9-sh-STAT3+MCAO

MCAO

Relative Tunel cells (%)

T A NI Z STAT3 %5k 5 B 9241 P Bax Al Bel2 f H X 5
C 2y Tunel 4% (A6 ) i 28 23 200 fifd 94 1 72 £k (800, LE A1 )+ 100
uM), “P<0.05; "P<0.01,

B2 FEHREUE STAT3 AAV BRHE XK H /1T MCAO
BFEMEHENRMEALR F STAT3 Bax & Bel2 ik AR
HWpETER
Figure 2 Expression of STAT3, Bax, and Bcl2, as well as
cellular apoptosis in the brain tissue of different groups of
mice after injection of AAV9 adenovirus targeting STAT3
followed by MCAOQ induction

2.3 STAT3 P45~ By NLRP3 ik 5 4 [ 711
KB

5t Ye st AR 2H Scramble 5 2 AH H, N 4800
Y0 B e Y IR STAT3 3% 3k 18 9% 9% 41 ' NLRP3
mRNA FIE R IBFEIL, 2 7 A 517 = L (P<
0.05) . VLI 3A, 5% 4 %t B4 Fugw %5 2 #H
LU, fii P 28 0 20 i 2 Gy oo 3R 3K STAT3 12 9 75 41
H1 NLRP3 mRNA FliE Rk, 2 5 A Git
B X (P<0.05), WLIK 3B, LAk, sh¥ K F ELISA
SIS B RN UK STAT3 635 %4% T MCAO &
FAR R T IL-18 Fl TNF-o 63k , IR #EHt 46 A
+ IL-10B Fll TGF-B Rik . A1, mifik NLRP3 3Rik
HAZ#E MCAO 5[ A9 42 4 [H+ IL-18 Fl TNF-a 3%
ik, XL R 7 IL-10 F TGE-B 1Y 263k 3% A 52 1
(P<0.05). WL 3C.3D,
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TE - A R TSI STAT3 F 51805 # /5 NLRP3 mRNA FIZE (13~
i85 B ST RIN STATS 1075 JF NLRP3 mRNA Rl 1415
C-D: #RAEA A F IL-18 . TNF-a \ IL-10 1 TGF-B ik, *P<0.05,
3 B THRFE RIS RIE STAT3 BRER
NLRP3 K mRNA #1E B K AEHE X B FRIE
Figure 3 Expression of NLRP3 mRNA and protein, as well
as inflammatory factors, in brain neuronal cells transfected

with inhibitory or overexpressing STATS3 lentiviruses

2.4 AR NLRP3 FRik 1| OGD 175 5 1) il # 28 T
YT

qPCR 45 B 7% , 5 OGD Rl B4 A0 L, s e
il STAT3 2615185 5 5 , STAT3 F1 NLRP3 ) mRNA
FERRAR, Z 5 A G2 B L (P<0.05) , fh it 3
i5 NLRP3 1855 5 , STAT3 F1 NLRP3 mRNA % ik
5 (P<0.05) o ULl 4A. WB SE 55 45 5 WR
OGD H| 41 5% Ye W] STAT3 ik 18R 285 , 1=
HIEHE [ Bax 235 MR MK, Bel2 FikTHa s fedeid %
ik NLRP3 1898 # J5 , JH T-HI B (H Bax Rk T,
Bel2 FiRFEAL . UWLIE 4B, [FIFEAY, Tunel Y (@25 %
W], OGD R LR 5% e i STAT3 Rk 12 8 f5
AT 0 M08 T, OGD Hill 33 41 s Y 3 #e 3K NLRP3
P e P R P T (P<0.05) . WLl 4C,

3 it

NLRP3 /& 2 ik #f ol & 1 B AH BEAE 2 &
Yy, s ] DL SR IE T 2, BT
& B, NLRP3 J& miRNA 905", miRNA A LL3E
1 PR NLRP3 [ 3 388 52 i H S R 16 4, — 28
2R X STAT % d5e B STATS 3l i 47
TRAMFGE M, & 9038 2o 0 ) JAK2/STATS3 38 [t 7T LA
PR e U S DL RR O RE d e vt i R ek 0 i
B3N s ASBFGEIESE , STAT3 38 52 1F ] 4 4
T=/IMA NLRP3 41 53 1 A E K 743 Wb , 5% i fii 458 5
WA AN Tk A . ] STAT3 RiEFE—E 2
JE i T MCAO I S M4 i M T- 5, i ik
NLRP3 7] LA BB il STAT3 2% 35 %t OGD %5 5 1
P2 T A R T A

B 0GD

Control+0GD . Sh- OE- ShSTAT3+
oMol STAT3  NLRP3 OE-NLRP3

%10 Sh-STAT3+OE-NLRP3+0GD Bax 21 kDa

05 Bcl2 26 kDa

STAT3 NLRP3 GAPDH 36 kDa

Sh-STAT3+OE-MLRP3+0OGD

T : Ay STAT3 Fl NLRP3 mRNA 33k ; B 24 Bax Fl Bcl2 & [1%
55 C 2 Tunel Y (AG IR R 12241 (x800, FLHIR : 100 pM) o *P<
0.05,°P<0.01
4 B U0 B D I FIE RIS STAT3 BRERE T
OGD J5g STAT3 1 NLRP3 mRNA Bax #1 Bcl2 1% & 4 A1
BTER
Figure 4  Expression of STAT3 and NLRP3 mRNA, Bax
and Bcl2 proteins, as well as cellular apoptosis, in brain
neuronal cells transfected with inhibitory or overexpressing
STAT3 lentiviruses followed by OGD treatment

Bel-2 # &M T 40 7, HE P 5 4
JHL 8 T PR 1 2R DDA G 3 e TR - A 4 A O
T F Bax " FHE Tl Al F Bel-xL' 55, 24
Bel-2 () R KK TR B, B 5 Bax 45 & T L 5
P8 B A, DT BEL A 40 M R T kAR, Gl
$2 15 Bel-2 1R IK7KF, 4 v LU A Bel-2/Bax &
A, T I ] Bax (4 315 1, BEL Lk 20 B R T A
Fi. UL, Bel-2/Bax [ V- Lo 51 %5 41 i 0 1~ 1
P FECEZ, X —HURE IR T s kR
FEREBEWNHETE ., AR, IH STAT3 %
TR AL /N BRI ZH 2R R 2 o A i e B PR T
YE R, A B 8 Bel2 AR 8 Bax 2 5, 1 mt I
STAT3 REMEAN i MCAO F A% 19 fit 41 2L 40 Jid 474
To. ARSZERIGUE T STAT3 78 i AH 58 b 19V , IF
$E7% STAT3 1 i 1t P45 Bel2 Hl Bax & 44 0 45 i 28
TR T AT TEAIL ]

RIERFHENRE TR OREAER T EA
FI B AROR M PR T 4y W H A B R T AR
FHY . STAT3 AT 845 9 5E /MA NLRP3 4153 1 4 i
PR F- 40 Wb, 7 &AE o R VB0 119 & s 2o e vp & 4%
FEEAMER . NLRP3 245 /MA 5 IL-18 AL, & R AE
J2 0 1) FE B Bl T, R SRE N A% O A T
A B FR BT 1 NLRP3 4 5E /IMATE 4E 157 B H A
Srh B XEE, 5 R/DRE M H NLRP3 RAE/)
RIS R B, M IL-1B8 K d ™ . STAT3 1)
WO I % Z2 Fh A= 4K R A IR 7 A R, i
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janus i (5 S, ARWFSE KRB, MK STAT3 3k
FEAIK 7 MCAO S22 & A+ IL-1B A1 TNF-a [
ZEik, IR BT 7 IL-10B 1 TGF-B ik, 4%
LW NLRP3 SAE /MAA T 19 25 PR 43 W 75 fiki
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KA 1 Bax Fll Bel2 [R5 LA A - A48 1k,
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Value of PCT and ET combined with LPS detection in the diagnosis of urinary tract
infection after shock wave lithotripsy for urolithiasis

ZHOU lJianing', FAN Yufei**, HOU Caiyun'

(1. Department of Urology Surgery, the First Affiliated Hospital of Hebei North University, Zhangjiakou,
Hebei, China, 075000; 2. Department of Emergency, the First Affiliated Hospital of Hebei North University,
Zhangjiakou, Hebei, China, 075000)

[ABSTRACT] Objective To analyze the diagnostic value of procalcitonin (PCT), endotoxin (ET)
combined with lipase (LPS) in urinary tract infection after shock wave lithotripsy for urolithiasis. Methods
168 patients with urolithiasis treated by shock wave lithotriptomy in our hospital from March 2018 to March
2021 were collected, and their postoperative infection was analyzed. The expression levels of PCT, ET and LPS
were compared between the infected group and the uninfected group. The expression levels of PCT, ET and
LPS in the infected group a the day 1 and day 7 after treatment were compared; The expression levels of PCT,
ET and LPS in patients with different infection bacteria were compared. The diagnostic value of PCT, ET and
LPS in patients with postoperative urinary tract infection was analyzed. Results Among the 168 patients, 35
had postoperative infection and 133 had no infection. Among the 35 cases of postoperative infection, 14 cases
were gram-positive bacteria and 21 cases were gram-negative bacteria. The expression levels of PCT, ET and

LPS in the infected group were significantly higher than those in the uninfected group (P<0.05). The expression
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levels of PCT, ET and LPS in 7 days after treatment were significantly lower than those in 1 day after treatment
(P<0.05). The expression levels of PCT, ET and LPS in the gram-negative bacteria group were significantly
higher than those in the gram-negative bacteria group (P<0.05). According to the ROC curve, the sensitivity
and specificity of PCT + ET + LPS in the diagnosis of postoperative urinary tract infection were 0.800 and
0.857, respectively. AUC=0.840 (95% CI: 0.757~0.922) , which was significantly higher than that of the three
alone diagnosis (P<0.05). Conclusion The expression levels of PCT, ET and LPS in urinary tract infection
after shock wave lithotripsy for urolithiasis were significantly increased. The three can provide reference for

postoperative urinary tract infection, and the combined diagnosis can effectively improve the diagnostic

efficiency.

[KEY WORDS] PCT; ET; LPS; Urinary stone disease; Shock wave lithotripsy ; Urinary tract infection
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Expression of serum PTH, Cys-C and FER in patients with renal failure and their

correlation with disease severity
ZUO Yong*, ZHENG Yandan
(Department of Nephrology , Hefei Jingdong Hospital, Hefei, Anhui, China, 230013)

[ABSTRACT] Objective To investigate the expression of parathyroid hormone (PTH) , cystatin C
(Cys-C) and ferritin (FER) in serum of patients with renal failure (KF) and their correlation with the severity
of the disease. Methods A total of 86 KF patients admitted to the Department of Nephrology of Hefei Oriental
Hospital from April 2019 to November 2022 were selected and divided into the four groups according to the
stages of renal impairment in China: the compensation group (n=21), the decompensation group (n=28) , the
failure group (n=22) and the uremia group (n=15) , and 30 patients who underwent physical examination
during the same period were selected as the control group. The general information including hemoglobin level
(Hb) , blood phosphorus, blood calcium, PTH, Cys-C, FER, serum creatinine (Scr) and blood urea nitrogen
(BUN) levels were compared between the KF group and the control group. The correlation between the level of

PTH, Cys-C and FER and the severity of KF was analyzed. Multiple logistic regression was used to analyze the
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independent risk factors of KF. The diagnostic value of serum PTH, Cys-C and FER levels for the occurrence of
KF was analyzed by the receiver operating characteristic curve (ROC). Results The levels of Scr, BUN,
PTH, Cys-C, FER and blood phosphorus in the KF group were higher than those in the control group, while the
levels of Hb and blood calcium in the KF group were lower than those in the control group, and the differences
were statistically significant (r=31.432, 19.394, 14.637, 15.211, 14.149, 2.660, 24.145, 6.457, P<0.05). In
different KF disease severity groups, the levels of Scr, BUN, PTH, Cys-C, and FER and blood phosphorus
were: uremia group >failure group >decompensation group >decompensation group, Hb and blood calcium
were opposite, the difference was statistically significant (F=320.094, 122.96, 236.285, 88.338, 107.459,
6.974, 65.087, 20.732, P<0.05). Serum PTH, Cys-C and FER in KF patients were positively correlated with
the severity of KF disease (r=0.578, 0.642, 0.531, P<0.05). Increased serum levels of PTH, Cys-C, FER,
Scr and BUN were independent risk factors for RF (P<0.05). The area under curve (AUC) of serum PTH, Cys-C,
FER and the combined diagnosis of KF were 0.712, 0.793, 0.678 and 0.885, respectively, and the combined
diagnosis effect of the three was more significant (P<0.05). Conclusion The expressions of PTH, Cys-C and

FER increased in KF patients, and were positively correlated with the severity of KF disease. The combination

of PTH, Cys-C and FER has certain value in assisting the diagnosis of KF.
[KEY WORDS] Renal failure; Parathyroid hormone; Cystatin C; Ferritin
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B Dfie N B, H T ERE S AR B R S T
REAS AT 3 P40 47 , 700 A T Sl g s AR AR, 28
BE S IEL  Z ) D IREUTC IR FoK i 45
MRo BEE G IR, B R A s, S5 SR
RV BTG kA B a0, KRB A
HE SRR E R KF f R 2 W T KF Y
BRI MW EA B B L, KRR T RER A,
TEN A IR 4K, R WA R4 FT, v &
JE I A AT i e o AR 5% iR i 2 (parathyroid
hormone , PTH ) & HUIR 55 i 43 WA 1) — Fh 2 IR 2R
H 84 /™G HE R A B, 2 1 1 1A PRI | I KT 1Y
B3R IS A & C (Cystatin C, Cys-C)J {2
FETE TR N AN, HAR K 5 B /N R IE R
R R — AU B R T R AR AR kR
(Ferritin, FER ) s — M T IZ fETE U BR A 11, 5 14
IR PR BEBAHG . AR R IR i
B m T R S BRI B R L . BT
5% B B4 PTH.Cys-C . FER = F {545, 4 #r AT
KF i 1 72 B2 1 A8 IS vh = i 22 5, I =3
55 KF 9 1F 72 B AR G M, IR 900 = 3 Bk 45 i
KF A [ 15 R B i A {8

1 — M

1.1 FHEARER
FEH 2019 4FE 4 F 2 2022 4E 11 H AR5 A
[ B B N RROIA B KF st 4, s 4k 86

], AR I3 A 22~86 % o AN ASRE : OFF S (18 PEE
TR I RAFIE S RI2 500 )™ T BT iR 1) KF ARk,
I R A6 2 B 12 o0 KF # 5 Q3 2 J8 oK 84 il FH 5 il
PTH . Cys-C .FER 7KF- 2543 ; Bl IR GERHL Ry 5t
e BRI A DR s P ONEE S R &
BRI EBE . HEBRPRE : O & I &
QA RS i ; QA MREWRE . @R
TFatEEEE . OJ0E AN KA H . RIE
PG ) RE A A A3 Y A S AR A 21 )
[ #4 (58.35+4.21) %, B/ (12/9) ] A4 28
B[ AF % (57.47+5.84) %, B4 (12/16) | v 4
22 | [ 4F 1% (59.16£5.13) %, B /42 (12/10) ] Je IR B
SEZH 15 9 [ 4E % (58.63+4.37) %, B (7/8) ], %
S HGE I 2F L (P>0.05) 5[] if R A il L 2 35 B
HLIE L 30 1) B JE T RE 57 45 HL IGO0 Mg 1L 95 9 1)
e B Be g AAE R HRZH . ASHIFIE 28 15 B 15 244
PRz oAb
1.2 Ik
1.2.1 —EE

WS B A7 3233 A Bkt LR AR Y (G
AT S R S e I HR S RORE PR B
1.2.2  FEbRK

Jif 2k & TR — KGR, S EIRERES
mL MEAEA 2 43, Horb—{03 LU 3 3 000 r/min , &5
A2 8 em, B0 10 min J5 2y B A2 MW . B Fr
FREAS bR RS B S 2% F S0 00 %, K DN G Hb | I
155 . Ser . BUN /KF-,
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1.2.3 PTH.Cys-C J% FER £l

L A A i i A 38 43 L3 2R A T A DU, PTH
FA A2 K vk G & BRI B ™l A= 4 s 2
TR A R A IR ) 5 Cys-C FH e 52 Le vk
I 70 0l 0 0 2R O 6 TR A 0 o) A B 2 4R
) 5 K I FER A b2 & 6k GiRl & e db okl 3¢
AR BRAA R EEAE) R
1.3 Gitorik

fii 1 SPSS 21.0 Ge it 2= 84 7t , T B2 RL A
(x+s) 2N, R K560 T ECR B A n( %) Fom , K
H 1 K5 5 % H Pearson A O¢ 2 B0 4 53 H1 PTH
Cys-C J¢ FER 5 KF i HFE R AAH G RIHZ I &R
logistic [A1H 3471 KF {2 57 16 5 X % ; PTH . Cys-C
M FER =%} T KF &R B, 5% 52384 TAE
FHIE (ROC) #h 4% I #h 2% T i AL (AUC) 434 5 LA P<
0.05 F/R 25 BAS IR X

2 H#HR

2.1 P —RBORY LR

KF 41 55 X} B2 %) A7 1 P 1) L WA sk
SO PR e s L I B A, ﬁﬁ%éﬁerﬁ
(P>0.05) ; KF 41 1% Scr. [iL# .BUN,PTH,Cys-C .
FER 7K P2 55 TXF BE2H , 155 . Hb 7K SE X% T %) 1R
M, ZRAGI R L (P<0.05), g1,
2.2 5N KF R FEEE 1Y 50 By

£ 4 18] (1 Scr . Il # . BUN,PTH, Cys-C.FER
IKEHH B, AR 2 < AR 4 < 5 0 21 < R # 9F
4, 15G Hb KA, 2R A2 X
(P<0.05) . DL3% 2. Pearson &A1 & 7~ I3 PTH.
Cys-C.FER Y5 KF 11 %5 1& /™ 5 # B 2 1 A ¢
X% % (r=0.578,0.642,0.531, P<0.05) .
2.3 W KF [ ZHE 08

PLKF B &4 (F6=0, A =1) R H A&, DLl g

®1 KFARMNBA—MABBLE [(x+5),n(%) ]
Table 1 Comparison of general data between KF group and

control group [ (x+s),n(%) ]

T H KF 4 Xof HEZH iyt P
() 58.32+7.31  59.21+6.84  0.584  0.561
el Ho53(61.62)  20(66.67) 3180 0074

1 33(38.37) 10(33.33)
A7 s 66(76.74) 20(66.67) 1.178 0278
FARIG 47(54.65) 13(43.33) 1.141  0.286
PR 42(48.84)  13(43.33) 0270 0.603
e I S 50(58.14) 20(66.67) 0411  0.676
Ser( wmol/L) 414.38+60.75 63.12+10.10 31.432 <0.001

1ML # (mmol/L) 1.78+0.50 1.52+0.32 2.660  0.009
1155 (mmol/L ) 2.06+0.22 2.38+0.27 6.457  <0.001
Hb(g/L) 82.36+12.12 147.14+14.10 24.145 <0.001
BUN(mmol/L) 20.04+4.18  4.73£1.81  19.394 <0.001
PTH(ng/L) 142.95+30.55 59.17+11.36  14.637 <0.001
Cys-C(mg/L) 2.56+0.69 0.63+0.11 15.211  <0.001
FER (ug/L) 311.66+67.12 136.77+12.36 14.149  <0.001

% . Scr.BUN,PTH ., Cys-C . FER & /K ¥ K Ifit 45 .
Hb K- AR, # T ZHER . ZHE
Logistic [ )9 43#f7 & 7%, Ser . BUN ,PTH ,Cys-C .FER
JERZIA KF A7 G 2R (P<0.05) . L3 3,

®3 HMKFHPZEERSN
Table 3 Analysis of multiple factors affecting KF

95% CI P1a
0.997~13.780  0.051
0.985~4.370  0.055
0.844~46.026  0.073
1.398~42.317  0.019
1.052~1.138  <0.001
1.570~32.111  0.011
1.448~4.013  0.001
1.261~27.894  0.024

i&kr  BME SE{E WALD{H OR1H
I 131 067 3.823  3.706
MmE 093 021  3.690 2075
Hb 1.83 102 3219 6.234
Ser 204 0.87 5498  7.691
BUN  0.09 0.02 20250 1.094
PTH 196 0.77 6479  7.099
Cys-C 088 026 11456 2411
FER 1.78 0.79 5077  5.930

2.4 PTH.Cys-C.FER N HIB6A i T 44 (8

ROC {4 o, A 4545 AUC ¥5>0.5, iE B
PTH .Cys-C \FER } H3X & & nl #ijl KF, H =358k
AR TIE T K (P<0.05), W4 K1,

®2 AEKFRFFEREHRIFHLEE (x+s)

Table 2 Comparison of different KF disease severity indexes (x+s)

izt fRELLH (n=21) P24 (n=28) TR (n=22) JRFFFELL (n=15) FAE P
Scr( wmol/L) 157.04+32.17 301.74+56.32" 561.85+73.14" 768.62+97.10™ 320.094 <0.001
Il (mmol/L ) 1.48+0.31 1.62+0.48" 2.01£0.57" 2.16+0.77™ 6.974 <0.001
1145 ( mmol/L ) 2.43+0.36 2.27+0.22" 1.86+0.17" 1.43+0.08"™ 65.087 <0.001
Hb(g/L) 98.62+13.10 80.10+12.96" 76.33+9.12" 72.64+7.16™ 65.087 20.732
BUN (mmol/L) 8.12+1.38 16.16+3.64° 26.74+5.89" 401.32+78.87" 122.96 <0.001
PTH(ng/L) 74.28+17.36 94.17+22.22" 181.70£36.13" 401.32+78.87" 236.285 <0.001
Cys-C(mg/L) 1.31+0.29 1.95+0.53" 3.68+1.07" 5.31+1.25™ 88.338 <0.001
FER (pg/L) 177.65+33.17 286.86+60.58" 371.42+73.14" 577.31+102.34™ 107.459 <0.001

T SR LLRL, P<0.05; R ABA AL, P<0.05 5 5 3 20 LR, °P<0.05,
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%*4 PTH.Cys-C.FER R =HBEK&HHAME
Table 4 Predictive value of PTH, Cys-C and FER

FRs I U
RiH T(%) (%)X P
PTH 0712 0.657~0.784 80.13ng/L 74.1 752 <0.05
Cys-C 0.793 0.662~0.801 1.17mg/L 755 826 <0.05
FER  0.678 0.601~0.711 229.13 pg/L. 689  62.1 <0.05

1R AUC  95% CI

=HBA 0885 0.733~0.908 838 852 <0.05

100
90
80 PTH
70 CysC

g0 FER

B 5 A

" SHk

0 20 40 60 80 100
145

B 1 ROC #zk
Figure 1 ROC curves

3 itip

KF [ % A2 38 % 5 5 /NER LB /NS A5 B A s A8
A, H R AR HIWIE E , © OB IRTT 3N
TR — ATl A TR 2R ge i, R E KF &
H ik 11942, H 2B AR KR X2 5K 5E I
FEAARICER G . HAT, RS KFiGIT
S E S ODI 7 5 B N NG BTN 1K= 8- A1 N 4
Il IR YT R A B — % B R R o TR 30T A 1,
% 2 ik — 0 5 BB ST AL B S E R, 6435
KEWEFRAR . XF KFRIRITF, B2 LR &
BRI N 3 A R TR KF R &
XTI IR A HE R L,

PTH iy VIR 55 iR 43 b, HoAE 2 5 i &
B P AR S B B ZER Y VR B R 15~65 pg/
dl'', 38 KF B B /Nak g ae ) &2k, 8L
A PR I8 L8 P v L R PTH A A B, S HILAAR
IR R W B PTH W 4T T8 P15 | ke B
43 Ve ML A, S8 2 ) % A i BT, T EL I S
(14 T 18 45 5 3 G0 % T RE R AIC B 5 B 5 4L
A I KF 85 RN PTH 7KV i X B4
T A 155 R o 0 T R TR B AR A Y 4 R A
o~ ,PTH 5 KF 1 ™ H AR 2 IEHE, X 55
AR AT 78 45 SR AL

Cys-C 7 Ifil ¥ iy e BE AU 7, TH IR &
/b3 FH RS DU S B T, AT A Sk A A8 S g /N
FIBEIE BB o 2B i B s 30 N TG
RIS f# Cys-C, A5 1ML 3% Cys-C W F i,

AT T 5 A R LG I Cys-C He B , S iff i B e A5 %5
LS BT REB R B K, Cys-C ¥ B U] 25k
K, Cys-C J& "B Dy Re 48 475 - 3 5 Sy A2 Wi b 2
Yo AWFFE BN, KF B I3 Cys-C /K- F
XoF B2, LBt I R B n = i T L S B ER S Y
W 45 AR —5

FER JEAR N IT RAFAE M EZIE 20, 6 TR
POTE AR A R PO AT
T TR Z—, HoACP R S o sk 2 4
XA AT , IR AU SRR B e A
WF5E s FER ZKF- T i S0 R B s R B
— S B 3 R A H R AR, T ARG R 1A Py
[ ZIEI ., XU FER AKCE I TF s 23 52 m ik iy
() AR 3l , ()4 S 80T B DIRe i . Bt
FE0 /R, FER 7E KF (851 P4 5 B 3R38 , a 1 AR B2 fin
H, FER K- E TV, 5 KF e RERE IEAHE

AW 5E 45 3346 7%, Ser . BUN . PTH , Cys-C .
FER 7K V- 19 T 5 & KF & 2E 19 b <7 1 56 IR 2%
PTH ., Cys-C .FER Jz = # K J #i il KF 4 AUC {4
A3 918 :0.712.,0.793 . 0.678 .0.885, 1] LI F i =&
556 B 000 A1 (i R T LB B T, X T KF Y 1
B AR . AT IR K B, A0 R AR
() Hb | M08 | 1055 7K S5 X6 B ZH AR T, 1 56 0 20
PR BEAE 41 Hb | L85 ¥4I T X0 BEAT, i % K~ & F
X2, AT RE S K ) B ATIR I A e

Zi B FFR , L% PTH . Cys-C . FER 7& KF i
HAR N B AR = R E R, H S KF B 15
P BE 52 OE A OC, =& B9 R AT DL Sy A AR T
I KF

S Lk

(1] ARG Y, 285,55 PRy I B s I AT 5T
HERE (], BIpITEE 25, 2022,35(5) : 1150-1156.

[2]  Zhao L, Zou Y, Zhang J, et al. Serum transferrin predicts
end-stage Renal Disease in Type 2 Diabetes Mellitus patients
[J]. Int J Med Sci, 2020,17(14) :2113-2124.

(3] 18P 22 0l I PR AR AIE B 192 29 [T ). I IR iR 12 1 9A
2020,33(10) : 2.

(4] 5l iR, BRFEH . h P R A5 SR T B0 1 R 0 1 i IR
IR ] RS ERE, 2019,5(6) £ 55-56.

(5] e, 28 R%, 45 R IR Dhae il HI 25 BLAE A i 7 AL
il (3], E ST A Ak, 2022,28(6) 1 151-158.

(o]  BIRE, M. HUIRSE IR S I aE[T]. B W 5 i3
Mrif BohiZeik, 2019,28(5) :469-473.

(F#H% 1542 1)
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. a
.’I,/a 3 e

IfiL i CEA .NSE. ProgRP . CYFRA21-1 {54k 37 1 i &%
Ty AR KGR 3 4 By

Filfn A A& H TR

(@ E] B 50w 5 I PR (CEA) | 4t 4 00 57 5 1 0 B AL il (NSE) | B W 28 B ik
(ProgRP) . 4t i £ 2 [1-19 (49 7] %P F Bt (CYFRA21-1) 76 987 M Fifi 25 15 (SPN) il A8 Ak S 5% i . 75 3%
TEFE 2020 4F 1 A 2 2022 4F 10 H 2 RUE R R 2B E 5551 122 B i S BRIGA 19 90 4] SPN 8 24 S BIF 52 X
S TR BE TR VIR AR AR AR rhopg BRSO ABERT 34557 1% CEA |
NSE .ProgRP .CYFRA21-1 .SPN Kiilll ; G5 b1 L g Sk ekl . R B4 R S I AHNIE &
Fof e T Rk, 45T AR K T RAELL, ABERT I CEA \NSE ,ProgRP .CYFRA21-1 i T RYEA , 2%
A G L (P<0.05) s @37 —JC Logistic BIARAEL , 25 R iR, 45 1R A A ARNDE , 4575 AR, i
it CEA \NSE ,ProgRP ,CYFRA21-1 4 5 2 ik & SPN MG 725 A 16 6 K 2 (OR>1, P<0.05) ; 231l ROC i
LR 4 B R, ABEH CEA \NSE . ProgRP .CYFRA21-1 B B4 K32 Wi 4 SPN B9 AUC #9>0.70 , T3
HRERAR I BE 1A e 3 A (i BE 6 4 A B, 1L CEA (NSE ProgRP .CYFRA21-1 ik F A B i, If:
BETRER, ZFERIT#E L (P<0.05), i I CEA NSE.ProgRP . CYFRA21-1 5 SPN k4
KRB, W A 02 Wikt SPN.

[E@iA] AT HERISE T AP fh ook S Im B bR ; W E RO AR A EA-19 10
VAT A B

Changes and influencing factors of serum CEA, NSE, ProgRP, and CYFRA21-1 in solitary
pulmonary nodules

LI Daohang, DENG Weiming, ZUO Lei, HUANG Yuting*

(1. Department of Thoracic Surgery, Chaohu Hospital Affiliated to Anhui Medical University, Chaohu,
Anhui, China, 238000; 2. Department of Radiation Oncology, Chaohu Hospital Affiliated to Anhui Medical
University, Chaohu, Anhui, China, 238000)

[ABSTRACT] Objective To analyze the changes and effects of serum carcinoembryonic antigen
(CEA) , neuron - specific enolase (NSE) , gastrin - releasing peptide (ProgRP) and cytokeratin - 19 soluble
fragment (CYFRA21-1) in solitary pulmonary nodules (SPN). Methods A total of 90 patients with SPN
admitted to the Department of Thoracic Surgery, Chaohu Hospital Affiliated to Anhui Medical University from
January 2020 to October 2022 were selected as the research objects. All patients underwent thoracoscopic
surgery and were divided into the malignant group and the benign group according to the intraoperative
pathological results. All patients were tested for serum CEA, NSE, ProgRP, CYFRA21-1 and SPN detection at
admission. The baseline data of patients were counted and compared. The relationship between serum CEA,
NSE, ProgRP, CYFRAZ21 -1 levels and SPN was analyzed by binary Logistic regression. Results The

proportion of patients with irregular nodules in the malignant group was higher than that in the benign group,

KA B ZHAE SR A ARAFEER B (2022AH050791) ; %4 EA K A5 A2 7 B (2022xKj206)
A 1. B EA K SR S E R M SN, i, 0% 238000

2. B EA K S B E A AR A, S, 3 238000
*i@AEAEH 3 T, E-mail : hyt007@163.com
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the diameter of nodules was longer than that in the benign group, and the serum CEA, NSE, ProgRP and
CYFRAZ2I-1 at admission were higher than those in the benign group. The difference was statistically significant
(P<0.05). Binary Logistic regression model was established. The results showed that irregular nodule shape,
long nodule diameter, and high expression of serum CEA, NSE, ProgRP and CYFRA21-1 were risk factors for
SPN malignant lesions (OR>1, P<0.05). The results of the ROC curve showed that the AUC of CEA, NSE,
ProgRP, CYFRA21 -1 and combined detection in the diagnosis of malignant SPN were >0.70, and the
predictive value was ideal. Serum CEA, NSE, ProgRP and CYFRA21-1 at 1 month, 3 months, and 6 months

after discharge were lower than those at admission, and showed a downward trend, and the difference was

statistically significant (P<0.05). Conclusion ~Serum CEA, NSE, ProgRP and CYFRA2I -1 are closely

related to malignant lesions of SPN, and can effectively diagnose malignant SPN.

[KEY WORDS] Solitary pulmonary nodules; Carcinoembryonic antigen; Neuron - specific enolase ;

Gastrin releasing peptide; Soluble fragment of cytokeratin-19

P Sz PE Fili 45 75 (Solitary pulmonary nodule,
SPN) J&: 4 Jiti 52 5T N B & 2R B H A2 <3 em 1Y
o kb, Al 4 R, JCAE IR SR i 22 R A
SPN', 1M A BREE R | R R BB TR
105 55 VM b R 56— 67, 0 Lo Ml M b R
R EE =0 HETIE R XS T SPN 32 2R HUZE
T S e AR S dar A, Horp 28 B 28 S A R 12 W
SPN (1 “ G brifE " (H K& T4 BNGIT , i3 i &
P A F IR IXURS: | i RS PRI ™ il v 2
A A B Mt R )3z N FH T 2 MR e a2 W, o
Jei MR 2895 55 o 982 R P ) (Carcinoembryonic anti-
gen, CEA) J& — M AH GBI , 2 F 2 W 5 s
i SRR bR AR . Mo R IR
1k T (Neuron-specific enolase , NSE) J& #fl 5 50 | #t
22N WA LR A T TR B L, S il A b
4 e 1 IR AR R . W B IUIK (Pro-gas-
trin-releasing peptide , ProgRP) J& — Fjt 5% 2 (14 ¥4 77
o3, 5 NEZ R A BT e Ko BURASAHOC 2
it 71 26 H1-19 19 7T ¥ M R B (Cytokeratin-19-frag-
ment, CYFRA21-1) J& lfi PR &y H UL 64 il 96 4 5
Yy, T M2 W, JCHGTE /N 20 i fii 9 B A
e B BURBE T AR G B 4 AT LY CEA (NSE.,
ProgRP . CYFRA21-1 7E JS7 P Jifi 25 15 v 1) 28 4k e
Hsme, PR .

1 ARG
1.1 — o

PR 2020 4F 1 H & 2022 4 10 A 2 ERFK
26 JE B = e i A BHISCIE 1Y 00 451 SPN R

KFFE N, Horh B 60 4, 22 30 Bl ; F 2 4E
(62.16+6.71) % ; ) H 1% (14.28+5.32) mm; 25 77

A I 28 B, RELTE 62 ] . B E R FIRE
ZBMERE S, SbiEFCPZE RS,

2 ABRUE : DSPN & (45 1rizia b E &
F AR (2018) )P 2 Wibs e, I &A1 ;
QT FARIGIT , R PATRIIAL A . HEBR bR
O B A A fii 68 sl 25 5 @ At i g 28 8 il 38 45
O fifi ANk s @G I RIE R E ; O/ 1%
PP B & ;OB I M RO .
12 ik
121 FARIE

S T M7, A BB A (BN O 2=
S7 R A BR 2N 5] kS : EBTO200 #1453 1 75 )
AR, B E S, ARAE AL TR AT ORI R Bk
it B U3 B3 , 326 DI ¥4 VR FHLAGE A, AR AR o R 45
PEREM VI BR AR bk A5 AR
1.2.2 FELRTR

it A EAGORE, AR AR IR E
#( (Body mass index, BMI) .25 W IE A& 451 HAE .
A VAN € IR ST
1.2.3 [fiL.#§ CEA .NSE.ProgRP .CYFRA21-1 #; il
Tk

KA ABERT B LN A (HRBE3 A H
e 6 4~ H I, 3 R kI 3 mL, 8.0 (55 3% 3 200 1/
min, 2.0 2FE 4 12 em, &0 10 min) B 7 # 9
CEA .NSE .ProgRP . CYFRA21-1 7K, ik 7 & 44
Roche Diagnostics GmbH $2 k| #54F ™4% 42 it i 7]
U,
1.3 Sk

K H SPSS 25.0 # 4 iE 17 £ i b B, e R
Ph(x+s) 3R, L) LU AR RS AR AR ¢ R ey, 2
PGSR FH BT £ A 30 5 THECRORVH n (%) 3o, R
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H 2 K56 5 K F —-JC Logistic [21 )93 #7 IfiL 7 CEA |
NSE . ProgRP ,CYFRA21-1 7K 5 SPN fif % % ; 5%
3% 32 B PR RRAE 1l 2k (Receiver operating charac-
teristic curve , ROC) 73 #7 IfiL #& CEA . NSE . ProgRP .
CYFRA21-1 7K F- X} %4 SPN 12 Wi i i, AUC<
0.5 LM {8 , 0.5<AUC<0.7 #i {E ik , 0.7<AUC<0.9
BriE 45, =09 M= o DL P<0.05 225 A5

e
2 &R

2.1 4134 BT R & A B B Il ¥E CEA U NSE .,
ProgRP .CYFRA21-1 5%

90 f4i] SPN 8 # £ AR Hhg LA 2, Ho bl 73
B, R 17 65 B 25 1R A AN B
Foms T R, 4570 B KT R, AR g
CEA .NSE . ProgRP ,CYFRA21-1 & T K PE 4 (P<
0.05), WK1,
2.2 [l CEA .NSE .ProgRP .CYFRA21-1 55 ¥4
SPN )5 &

¥ SPN B35 AR S5 s BEAG: A5 485 S A o0 R AR o
(“0"=RAE, “17=) , B AAE BT Logistic
B0 53 07, J5 8 P AR PR 9E &£ <01, #E L ZT
Logistic [l A A, 25 R B /R, 45 WIE S A #
W JE , &5 95 B 42 K, L ¥ CEA . NSE . ProgRP .
CYFRA21-1 575 A& SPN M5 48 1) 5 16 [ &
(P<0.05), MWLFE2,
2.3 Ifil#% CEA .NSE ProgRP .CYFRA21-1 X 3%
SPN (W2 Wi i

H4 SPN 5 A 5 o RS A 285 A R IR A8 A o
(“07=RA%, “17=1E) , B SPN &34 A Bt I I 1E
CEA .NSE . ProgRP ., CYFRA21 -1 7K -1k Jy 46 36 75
i, 221 ROC M4k, 4558 Won , ABElt CEA (NSE,
ProgRP . CYFRA21-1 kG £ il 12 Wi %4 SPN 1y
AUC ¥5>0.70, T (EACHAR . W% 3 Kl 1,

x®1 WAHAELZARR N ME CEANSE.ProgRP,
CYFRA21-1 Lb% [n(%) , (x+5) ]
Table 1 Comparison of baseline data and serum CEA ,
NSE, ProgRP and CYFRA2I1-1 at admission between the two
groups [n(%), (xxs) ]

AR R4

S (n=73)  (n=m17) XM P
5 50(68.49) 10(58.82)
PR . .44
HEH E’8 23(31.50) 7(41.18) 0-580 0446
i =60 % 38(52.05) 10(58.82)
0.254  0.614
Al <60 % 35(47.95) 7(41.18)
=28 kg/m® 32(43.84) 6(35.29)
BMI _ 0412 0.521
<28 kg/m* 41(56.16) 11(64.71)
. B 22(30.14) 6(35.29)
25 . 0.00
an TR 51(69.86) 11(6471) 000 0008
25 A% (mm) 17.37+5.49 12.23+4.09 3.626 <0.001
il E 16(21.92)  4(23.53)
FITFIE 22(30.14)  5(29.41)
7T 0.463  0.927
2 ZErE 13(17.81) 4(23.53)
JEff R 22(30.14)  4(23.53)
el 6(8.22) 1(5.88)
A i 0.032  0.858
LS ¥ 67(91.78) 16(94.12)
- 22 55 el 45(61.64) 10(58.82)
0.046  0.830
PR G 28(38.36) 7(41.18)
. A 36(49.32) 9(52.94)

e 073 0.
t T 37(50.68) 8(a7.06) 0T 0788
H 42(57.53) 11(64.71)

% 4 0.293  0.588

B8 Jc 31(42.47) 6(35.29)

CEA (ng/mL) 5.83+1.74 3.68+1.06 4.876 <0.001
NSE(ng/mL) 0.34+2.64 5.28x1.72 6.035 <0.001
ProgRP (pg/mL ) 56.42+5.87 49.77+6.45 4.130 <0.001
CYFRA21-1(ng/mL) 3.73+1.62 2.42+0.89 3.214 0.002

2.4  A[A| B 5 % M SPN R L7 CEA . NSE,
ProgRP ,CYFRA21-1 7K~ b3

e LA R 3 A L BE 6 4 A I LT
CEA .NSE .ProgRP . CYFRA21-1 i F A Bg i, 35
TR (P<0.05), W4,

3 it
SPN J& — M2 27 2 B, i e Mg 1 A A vh

S B, H ) BRI Ui 2 A 58, JC M AN 5 i s AR
WA, TN PR 7 2 20 . il o 5 7 PR CT

F2 I CEA.NSE.ProgRP.CYFRA21-1 5% SPN HjX &
Table 2 The relationship between serum CEA, NSE, ProgRP, CYFRA21-1 and malignant SPN

FALIISES WA 15691 Bfii SEH Wald {4 ORH 95% CI P
ELRTDI “O"=[IE, “17=AHLE 2.083 0.744 7.839 8.027 1.868~34.498 0.005
W ER 0.250 0.072 12.101 1.284 1.115~1.478 0.001
CEA 1.195 0.312 22.636 3.305 1.793~6.090 <0.001
NSE 1.049 0.262 15.985 2.855 1.707~4.774 <0.001
ProgRP 0.274 0.097 8.011 1.315 1.088~1.589 0.005
CYFRA21-1 0.747 0.305 5.992 2.110 1.160~3.836 0.014
W -24.870 6.490 14.684 <0.001
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Table 3  Diagnostic value of serum CEA, NSE, ProgRP and CYFRA21-1 in malignant SPN

AR i AUC 95% CI cut-off {f RS RAFE LB FEEL P
CEA 0.849 0.758~0.939 4.440 ng/mL 0.796 0.806 0.602 <0.001
NSE 0.896 0.820~0.971 7.205 ng/mL 0.833 0.806 0.639 <0.001
ProgRP 0.771 0.672~0.870 53.090 pg/mL 0.667 0.667 0.334 <0.001
CYFRA21-1 0.737 0.624~0.850 2.905 ng/mL 0.593 0.694 0.287 <0.001
iRl 0.983 0.962~1.000 0.944 0.972 0.916 <0.001
1o Curve source TGl N 2, 21 CEA .NSE .ProgRP .CYFRA21-1 &
CEA
08 oE SPN M9 28 B ik 37 f B PR 7 o
W S5 T4 SR R, CEA 75 P A 412
04 reference line N = ~, S, N
o 3 3k 5 TR IO K R B RS PTG
CEA 3= L5338 T 20 Bt 119 e 400 B 1 Jf S e s e L
0 0.2 04 06 08 1.0 N N
155 ST AL AT BT ] S o A i R 2 A Rf R
E 1 ROC #hi% PEU 20 R P R R S e v AR 1 B L

Figure 1 ROC curve

F 4 AEESEM SPN £ % CEA (NSE.ProgRP,
CYFRA21-1 K FLLEL (3+5)
Table 4 Comparison of serum CEA, NSE, ProgRP and
CYFRA2I-1 levels in patients with malignant SPN at

different time points (¥ +s)

fits ABE g LA HiBE3 A hBio A

CEA(ng/mL) 5.83x1.74 3.05£0.96' 2.96+0.86" 2.55+0.73"
NSE(ng/mL)  9.34+2.64 4.88+1.25' 4.03x0.92" 3.62+0.86"
ProgRP(pg/mL) 56.42+5.87 44.37+5.85" 36.51+4.39™ 20.57+3.83"

CYFRA21-1

3.73£1.62 2.39+0.77" 2.06+0.65" 1.64+0.55"
(ng/mL)

S RALATFRTH L, °P<0.05; 5 H BE 14 A M, "P<0.05; 5 1
B 34~ H A EE L <P<0.05,

XFF SPN fi i 28 2 3k B 48 5 K F-, (B SPNJE A& %
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5AEAEAFRIL16% ™ . I, I PR 2T il A 2
SPN KBk A 2 B o
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It 46 988 1 L 02 R B S S v (B MR A R
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6 I R B — i o DR L AR BF 9 K CEA L NSE .
ProgRP . CYFRA21-1 LR 40 A SPN [ ¥4k, A
59828 0T Logistic AR RIAG 50 % B, 4515 A&
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PR, TE A Ak 1 200 it ] R sz 1) 208 3 440 i % ] 1 3
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/N 240 P s e — o A YT R 2 P G A L
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P2 WAL BE , 2 75% L Wit T, fE
PR R A% Mg 0 245 SR & B, NSE fig 8 38 i B
22 240 Je 98 490 1) 9EE A5 B 1 1 B0 BMP2/Smad/ID1
MRAR T4 R A T A A e | R e g
2 L3RR S BT B B 5 S AR Y i A, = 5 3
Jiggg 1) & HE R R R s FR e

REAEB ST 0 , /N4 B s A 231k K 4t e
il 987 25 22 Tl pft 2 P4 43 8 V514 o983 Hh ProgRP 24 &2
FERIAT s Y b KA AR JE AR AR
i 968 40 M % 3R, KB CYFRA21-1 kA I ¥ A6 3£
Hitel 5 Zhou 25 HFST 45 S R , CYFRA21-1 7E
I 98 % I s I H 2 A /D 240 i 9 AR K B
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SPN REMEAH &, (HEE A 52 B R A L5 5 IS I
B SPNOEMIR AN C R, FEILAFHIL IR,

28 ROC B 58 43 #7 .7 , A B i) 1L CEA |
NSE . ProgRP . CYFRA21-1 K BE 4 K6 12 Wi 3% v
SPN [y AUC ¥ >0.70, % B Il ¥§ CEA. NSE,
ProgRP . CYFRA21-1 R i A &4 %5 %I SPN 1) K %
PE o I R AT AR 4 B E A BE B I ¥ CEA L NSE.
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R AT SPIN i 742 5 S50 o S8 232 1Y [A] B, 38 W] ok L
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Diagnostic value of echocardiography combined with bilirubin, Lpa, and Hcy detection in

coronary heart disease
LIU Yu, HUANG Faji, WEIl Jia, FANG Jie*
(Department of Ultrasound Imaging , Xindu District People’s Hospital, Chengdu, Sichuan, China, 610500)

[ABSTRACT] Objective To explore the diagnostic value of echocardiography combined with detection
of bilirubin, lipoprotein A (Lpa), and homocysteine (Hcy) in coronary heart disease (CHD). Methods The
clinical data of 120 patients with CHD admitted to our hospital from January 2021 to January 2023 were
collected, including 42 patients with mild coronary stenosis, 55 patients with moderate coronary stenosis, and
23 patients with severe coronary stenosis. Another 86 healthy individuals who underwent physical examination
in our hospital during the same period were selected as the control group. Comparison of echocardiographic
parameters and direct bilirubin (DBIL) , Lpa, and Hcy levels between two groups of patients with different
degrees of coronary stenosis in CHD were performed. Pearson test was used to analyze the relationship between
echocardiographic parameters, DBIL, lipoprotein a, and Hcy, and the degree of coronary stenosis. The ROC
curve was drawn to analyze the diagnostic effect of echocardiography and DBIL, Lpa, Hcy levels on CHD.
Results The left ventricular ejection fraction (LVEF) and DBIL values in the CHD group were lower than

those in the control group, while the left ventricular end - diastolic volume (LVEDV) and left ventricular end -
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systolic volume (LVESV), Lpa, and Hcy values were higher than those in the control group, with statistical
significance (P<0.05). Comparison of LVEF and DBIL values among CHD patients with different degrees of
coronary stenosis: mild stenosis group > moderate stenosis group > severe stenosis group; comparison of
LVEDV, LVESV, Lpa, and Hcy values: mild stenosis group < moderate stenosis group < severe stenosis group,
with statistically significant differences (P<0.05). LVEF and DBIL values were negatively correlated with the
degree of coronary stenosis (P<0.05), while LVEDV, LVESV, Lpa, and Hcy values were positively correlated
with the degree of coronary stenosis (P<0.05). The ROC curve shows that the AUC of the combined diagnosis
(DBIL + Lpa + Hey + echocardiography) is 0.927 (95% CI, 0.875-0.969) , with diagnostic sensitivity and
specificity of 0.918 and 0.817, respectively, which are higher than the single diagnosis of each indicator (P<
0.05). Conclusions Echocardiographic parameters and abnormal expressions of DBIL, Lpa, and Hcy are

present in CHD. Combining the above indicators can effectively diagnose CHD and improve diagnostic efficiency.

[KEY WORDS] Echocardiography; Coronary heart disease ; Bilirubin; Lipoprotein A; Homocysteine

5L L% (Coronary heart disease , CHD ) 42 HH T
SeE R Bl Ik o A Bl Ak PR e A BORH 2, Bk AR R AR
M, S BOE I ZE, O UL A 2 IfE R AH
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M P TG I L3R, R AR Ay o0 L A8 9 9 1992 W 48
b, H B B K P 22 A4 0 5 0 &R A
SR (1) oW PR R 375y ek vl e e €Y R 6N 'R 4
FAME . O sh KT XE CHD #Ef7 e fr, H B A
AR ] 8 MR AR, 7E CHD 12 B i
Iz AW 8 53 B ek 0o s B B I R
TR, BT S O B E B A I 2D & | Lpa M Hey
DU 5 0o B2 W A, IRARE QR

1 #BRE5FZE

1.1 — R

WCAE 2021 4F 1 H & 2023 4F 1 H AR T HT#0 IX
N BB B Wi B9 120 1] CHD £8 35 19 I IR 55 8L
9 ABRifE : DS54 CHD M2 WidnifE', B4
F5 42 R B2k s @I\ AT T g R 47, JC 16 38 32 it
g s T s B A G LR E ; @DTC 0 R,
HEBRbr o« O & I NI e A & D) BE R 1S
QK AL WU 5 s DFEAENT I R | 3 U
OB F R @ T s B @ 2tk AL
FERE ST 17 212 F AR & . 120 ] CHD 44,

PV 72, L PR 48 1], 734 (62.52+6.89) %
3 9 B[] A A A e A4 £ B 7 86 44 1 S X AL,
BYES3H, LB 33 4, F1(63.1426.78) %
P GRS T e it 22 2 L(P>0.05) , A 7]
Fetk . ASWTIE 28 e B2 A0 PR 22 B s b s ok,
AZXFCEFZ AN R ES.
1.2 Jik
1.21  #ALEE

14 - S GE # A HL, & IR % Ol 2~4 MHz
MRSk A TR IE 16~20 cm. B35 A M) KMz %
SERM . DGR DU O B AR S,
(N ' WL RS INTR Y Y A=
it PR A 2 5 2 DD T 9 R R TEIAR . 3 3 Teichholtz
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Table 1 Comparison of echocardiography parameters and levels of DBIL, Lpa and Hcy between the two groups (x +s)

21 51 n LVEF(%) LVEDV (mL) LVESV (mL) DBIL (umol/L) Lpa(mg/L) Hey (pwmol/L)
CHD 4 120 38.36+4.54 179.32+16.35 114.73+11.87 2.75+0.67 362.33+55.86 23.08+3.22
Xif 2] 86 61.61£7.18 163.58+10.57 105.18+8.26 4.87+0.73 201.21+32.06 6.53+1.08

A 28.430 7.829 6.427 21.571 24.050 45.825

P{H <0.001 <0.001 <0.001 <0.001 <0.001 <0.001

#x2 CHDAREBRIRERESRFERONESEH KR DBIL.Lpa & Hey K FEEE (x+s)
Table 2 Comparison of echocardiographic parameters and levels of DBIL, lipoprotein A and Hcy in CHD patients with different

degrees of coronary stenosis (x+s)

45 n LVEF(%) LVEDV (mL) LVESV(mL)  DBIL(pmol/L) Lpa(mg/L) Hey (pmol/L)
LYy Sadil 42 45.85£7.85 173.63£14.51 107.62+10.65 3.89+0.54 274.66+41.85 17.15+2.41
Hp R B 4] 55 36.69+6.58° 180.24+17.84° 114.43+11.65* 2.3420.26° 381.54+52.58" 24.3623.54
AR 23 28.69+5.14™ 187.52+18.66" 128.42+12.36" 1.67+0.14" 476.47+60.58" 30.85+4.14"

FAi 50.06 5.16 24.55 330.68 124.57 133.84

Pt <0.001 0.007 <0.001 <0.001 <0.001 <0.001
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2.4 #7030 K DBIL  Lpa,Hey /K 81— Bk
&£ W CHD [ (8

ROC M 7R , £ #5hr k5 (DBIL+Lpa+Hey+
A B | 2 W AUC N 0.927 (95% CI Ky
0.875~0.969) , HURE & FIRE 5 B 4351 8 0.918.,0.817,
TR AR —2 W (P<0.05) . W4 F 1,

3 iTig

T Lo S T R T A N — O LA R
PLG 2 o JE BAEAR , 7 e AL ik — 20 7 Al 3k
OWURESE . BF5E48 O BT R 2k
PR SR SRR AR AL AT RE S A RLAE

*3 BELIHESH K DBIL.Lpa & Hey 5BEKIRE
BENXR
Table 3 The relationship between echocardiographic
parameters, DBIL, lipoprotein a, and Hcy and the degree

of coronary stenosis

Gensini 1143
¥
r{d P{H

LVEF -0.526 <0.001
LVEDV 0.567 <0.001
LVESV 0.521 <0.001
DBIL -0.647 <0.001
Lpa 0.574 <0.001
Hcy 0.621 <0.001
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®4 @A LZER DBIL.Lpa.Hey 7k F 82— B EISHT
CHD KM &
Table 4 The value of echocardiography and DBIL, lipopro-

tein a, and Hcy levels in single and combined diagnosis of CHD

WMHEF  AUC 95% CI HURRE FeRE P
DBIL 0.853 0.799~0.908 0.771  0.625  <0.001
Lpa 0.855 0.797~0.913 0.756  0.616  <0.001
Hey 0.862 0.805~0.919  0.792  0.639  <0.001

BALEE S 0901 0.861~0.952 0.806  0.782  <0.001

AWM 0927 0.875~0969 0918  0.817  <0.001

1.0 i
e # R
osh | .rf" o AL EE
| ’ DBIL
b ; fRHE T a
g 0.6 rir, v — Hey
& o Ll o WA L
: i i - BHL
0.2 l,' o

0 02 04 06 08 10
1-Fp 5

1 ROC HiZ[E
Figure 1 ROC curve

T 2 R e 5 R A G, RINZIR R & R
BT AR G S B HEE

56 Kk 7 5 12 W CHD 19 &5 i, (BVE A A
PEREI , 56 ks 5% I A58 T 5 CHD , JR 6% H]
TR . O o E R —F E R R A B
AR, 7812 Wi CHD K vEAk 8 5 1 b B 2 A0
f . LVEF.LVEDV . LVESV %5t 5 2 ¥ nl /2 i
CHD B 2D W s APk INEE™ . ARWFIE K,
K R 7 0 3 AT B T A, CHD B8 3 56 ik 28
AR . ARG R B, R 0 3l B AT
) CHD FR 4 e ok pe 78 R, LB ek ok ple 2
FE N, JLPH A R R T e, S AR 4
WL, AWFTEEE R, B O 2 B AR 2 G
CHD W = iU 8 b , AT — 2 2 W e, (HAS 2
ZAAE TR SR A

A58 5 XF e CHD B % 5 fid B A BE Y
DBIL . Lpa.Hcy 7K ¥ & B, CHD 3% [k K 7K
SRR RBRE, SR IR E SR —
#"*) $75 DBIL . Lpa.Hcy fJ fE£: 5 CHD 1% B
A, HAETIAK , DBIL 3 258 it P & A il 2 4E
F Boig Bt SR AE R T i g A A i A
S 2 41 M B 1 S C M T R AR B A R
MO VR, R etk s k. 2R84 TR
HH, Lpa 7K F- 34 /5 23 58 e it 140 R 95 & A= XU
L2 T B0l ok s A R AL & AR B ST fa B TR
Hey J& 25 2 R A = A6 1) — Fh B i sk e, FLuk 1%

T 85 AT TE i [R) 7 2 e S0 PR 5 PN B L A L W A i
W A T 3 IR B o B T 1k B B 30 7k 40 g ; [)
B, Hey i8] & 248 A & A4k, #5405 N B 4 i, 53K
R AU O, R 2 AR B Jk o R R A R A
AT R, AT ek Jhkope 72 #2 B2 2 55 DBIL  Lpa.
Hey KV b 22 S A it L, H5 CHD 85
S Mk B 7 R P S AE M DG OG &R U BH R R TR OF
S R IA I HE CHD &4 &%, IRl ] iz e se
kB 7S RERE . T Bl BRI, A SCK A L 3h
564 DBIL . Lpa . Hey 7K ¥ 1 T CHD 2 W7, & #i
-8 AR I A ARSI T A R RS W ARRE I R
IR A BEJ2 < 8 70 S RS DBIL \Lpa . Hey 7] M43
TH Y2 582 W7 VAl CHD, AT 2k 36 2
Wiz, i CHD iy ik i Ry iR it 2 5
H51 W Ah , DBIL . Lpa . Hey 7K 5 % 2635 il {2 ik
CHD 15 175 i Ji , $27 nl o = 46 i CHD 19587 A
RIS

ZE LTk 0 8l K1 =80 DBIL  Lpa . Hcy
£ CHD WA 7E S 338 B G ik ds br il A 542
Wi CHD, #2 =112 Wik BE

5% STk
(1] JRZEAE AR AR, 28, 45 . IS IR 2, b i 21 26 11 K i
R A i 7 2 OB DR 5 O 56O B I R A LT ] 3T
dbEEZy, 2021, 43(24) : 3783-3785.

[2]  Katsiki N, Mikhailidis DP. Perivascular Adipose Tissue:
Pathophysiological Links With Inflammation, Atherosclero-
sis, and Thrombosis[J ]. Angiology, 2022, 73(3):195-196.
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FLIE BN o b L2 45 T AR R SO PL I A IRy Y

W OEWE I KA

[ ZE] BrY X HW MU kg5 F1AR (CALND) LG B3 5% hk 15 45 3% 1R (MALND) %
FLNZL I B E AT RUR . AR PEBL 2020 4F 1 A 2022 4F 9 J 84 45 11T AR 1S BE Ui 1 3
FUIR B, BEVL 2> CALND 21 (42 1)) il MALND £H (42 1)) . JIF A5 58 3% 241075 8 5L 5 1 L R e B0 56
ARIAYT . MALND 4l CALND ¥ EARJF 6 M H o L F RGO ARG WK E M AR | S AE TR
Fr. B S et R RSN, R 5 CALND 4 H# , MALND 4R i il il d RS 51 4k AE
B B A, AR IR (8] 3 B s () B 2, 25 SR i 2E i X (1=9.533,19.215 . 25.361 . 4.715,9.146, P<
0.05), PIZHAJE 12 h L2 (HR) CEX SR (MAP) £ & A T4 % (SAS) AR H T4+ 2% (SDS) 4> 5
AL, F+ 5 , MALND 4018+ CALND 4, 2 5 A Go i 2% 5 L (1=7.325.4.150.4.539 . 3.857, P<0.05) .
MALND 21 1 CALND 4 R )5 5 d ML I R FE R F-a (TNF-o) | FIATE A 2 -6 (IL-6) | L4520 LAY B 53
F-1(VCAM-1) 4 MK 53 F-1 (ICAM-1) 7K F- 5 AR HT H A, B4R, MALND 01 T CALND 41, 22 5+
Guil2F 7 L (1=11.924,13.886 .7.484 .2.678, P<0.05) . MALND 41 1 CALND ZHARJ5 6 4~ A i o B 4%
TS bR 5 AR HT A, B R, MALND 4H 5 T T CALND 4 , 2% 58 5 it 2% 5 X (1=18.742.6.084 . 5.815
6.504.8.325.10.230, P<0.05) . MALND Z1A Ji5 £ Bt # 1) 2.9 & i & 4= % 5 CALND 41 b8, #5418, 2 5
G F 5 L (=5.126, P<0.05) , WE A & & L E, 2 5 LH I L (=0.346, P>0.05) . &it
5 CALND BEA 14 BB 7L 5 SR VIR AR AT HE , R ] MALND A 15 58 L 5 104 3L B 88 U0 53 ARl A i
BE TR AR IEAR G VRE , BT 1 T 30 B A2, 97 R0 e e v 35 3t

(xR ] FUM; ZLEE; MBS E AR, BRI ; MRt E T -a; ANME-6; M5
YRS 3 7-1 5 IRl Bh R o 11

Effect of endoscopic axillary lymph node dissection on patients with early breast cancer
SUN Li*, QI Huaihua, WANG Jing, ZHANG Nan
(Department of Breast Surgery , Tangshan People’s Hospital, Tangshan, Hebei, China, 063000)

[ABSTRACT] Objective To compare the efficacy of conventional axillary lymph node dissection
(CALND) and endoscopic axillary lymph node dissection (MALND) in the treatment of early breast cancer
patients. Methods From January 2020 to September 2022, 84 patients with early breast cancer admitted to
Tangshan People’s Hospital were randomly divided into the CALND group (42 cases) and the MALND group
(42 cases). All patients were treated with breast sparing mastectomy. The MALND group and the CALND
group were observed until 6 months after surgery. The stress index, inflammation index, upper limb motion,
safety and recurrence were compared. Results Compared with the CALND group, the MALND group had
lower intraoperative blood loss, postoperative drainage volume, hospitalization cost, and shorter operation time
and hospital stay, and the difference was statistically significant (1=9.533, 19.215, 25.361, 4.715, 9.146, P<
0.05). The scores of heart rate (HR ), mean arterial pressure (MAP), self-rating anxiety scale (SAS), and self-

H AR A A E A FHRIRAL(20201531)
Ve S Ax . B T AR E R SR w A, FT AL, &L 063000
*iBAEAVEE . FME, E-mail : tmsllw@163.com
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rating depression scale (SDS) at 12 hours after operation in the two groups were higher than those before
operation, and were lower in the MALND group than in the CALND group. The difference was statistically
significant (r=7.325, 4.150, 4.539, 3.857, P<0.05). Serum levels of tumor necrosis factor-a (TNF-a) ,
interleukin-6 (IL-6), vascular cell adhesion molecule-1 (VCAM-1), cell adhesion molecule-1 (ICAM-1) in
the MALND group and the CALND group at 5 days after surgery were lower than those before surgery, and the
MALND group was lower than the CALND groups, the difference was statistically significant (r=11.924,
13.886, 7.484, 2.678, P<0.05). The indexes of upper limb activity in the MALND group and the CALND
group 6 months after operation were lower than those before operation, and the MALND group was higher than
the CALND group, the difference was statistically significant (r=18.742, 6.084, 5.815, 6.504, 8.325, 10.230,
P<0.05). The incidence of total complications during postoperative hospitalization in the MALND group was
lower than that in the CALND group, and the difference was statistically significant (*=5.126, P<0.05). There
was no significant difference in recurrence rate during observation (y’=0.346, P>0.05). Conclusion Compared
with CALND combined with breast conserving, MALND combined with breast conserving could effectively
improve the operative conditions of patients, promoted postoperative recovery, reduced the influence on upper
limb mobility, and had better efficacy and safety.

[KEY WORDS]

motion; Tumor necrosis factor-o; Interleukin-6; Vascular cell adhesion molecule-1; Intercellular adhesion

Breast cancer; Breast endoscope; Axillary lymph node dissection; Upper limb

moleculel

PRI F R A T I AEREIR, BB IR KIG YT
TFERMEE, AR FTIRITEAEFETL
90% "o i B8 FL b 1) FL IR VT BR AR VR o7 R0
i 93 B 6 JE Lo MR AR 56 3B SR e 2455 R YT
B T JE 7T L o A L2 05 7 4 s O B L o 1 L e
VIBE AR JG B 25 B2 — 5 B 63 Ik B 2508
4 R (conventional axillary lymph node dissection,
CALND) X R HF s ik s H i e 4, HEE AR
JE R %, i L S Ik 2 45 %5 R (endo-
scopic axillary lymph node dissection, MALND) H
AR/NYIE A BT RBEAREIRE ™, AR
T CALND Fl MALND 7E 4 ¥7 5 W1 71 I 9 5 3
H ) IO FH SR 1 R 58 4 A
1 BBERE
1.1 — sk

PEHL 2020 4F 1 A & 2022 4F 9 H 84 1 i 1111
N B BE e Sy 1 B 30 2 it g A8 8 SR 17 B Bt L 50
ZH 9 4y i CALND 4 (42 4] ) Fl MALND 41 (42
i) . CALND 2 Jiffgg 43 B4 2 i M 45 98 38 141,
B /N g 3 ], 1 ] B o K AR
(1.96+0.40) cm; 2240 23 51 , 45 ] 19 5] ; 4F % - 34
(44.94+3.22) % ., MALND #H ifsg3 /3 780 . 35 i 7k &
B9 36 1, B PE/IN R 5 B, A 1 4 bR
BIR A2 (2.0120.47) cm; ZE0 22 4], 4500 10 ] 5 4F
W14 (45.12+3.43) %

PARRE : OFF G FLIE 2 Win i & Q3
) %05 2 5 FF A bk CLIE 9 AR AR B 2L 55 i) 2L
FEVIBR AR A BT P IR AR 3 s @ IO A 18 5
B A T ) BEAS , BB L G 50 BUAH TR T A A
OTLmA R E ; @ RFTF AR HAEAIT 3 cm
H s OX AR I G W B A HeEBRbr i : OF
FUBEF AR 23 QMg LI L O F I HiAlh
AR R DA IR B R G
PO A . WEVE 5 A B bR oE PR AR B
H VTR R EIET A B A E A E S S A
WF 58 45 . AN B 9T B ok B PR 2R AR BRI B A
i
1.2 ATk

MALND #H I CALND 21 ¥ £ 47 14 8 3. b iy
FLA B VIR AR YT, Ok f8 2L 5 i LR VI BR R 5
HEAT B B 45 W 4R, Horh CALND 41 i 47
CALND, MALND 4 #£17 MALND, £ 45 1 ¥4 44 1]
SCHRHEFT . MALND 420 i1 CALND 26 0128 2 K
JG61Ho
1.3 MEHER
1.3.1 FRIGHEARSFIKE M

41 MALND 21 #1 CALND 2H T- AR5 00 AH XK 45
FrOREZE R R P H g RE5IHRE  FAR
Bt iE] AEBE 2% ) B 5 B AR AR b (FEBERT ] )
1.3.2 N R bR

JO7 3540 S 7 46 A A A7 A BV S A [0 3R (heart
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rate, HR) | °F ¥J 3l ik /& (mean arterial pressure,
MAP) | F1.C> B0 046 s [ £5 & H PF 53 (Self-rat-
ing Anxiety Scale, SAS)"™ AR [ P & % (Self-rat-
ing Depression Scale, SDS)" |, A= # 1 0 F8 b5
g NP A (AL i BRI R AT IR A H
Caredo F5) TEARHT M ARG 12 h HEATRIN 5 .0 310 8L
B An AL AR AR R AR O .
1.3.3  RAE R IR

e Tl 356 A, 92 W B 32X 39 7 R T e R JE 5 d
Aoz ) A8 000 AR I8 BB [ F - o (tumor necrosis
factor- o, TNF-a ) . F1 40 s /> 2 -6 (interleukin-6 ,
IL-6) | Ifil % 40 LK Bff 23 -1 (Vascular cell adhe-
sion molecule-1, VCAM-1) AR5 43F-1(Cell ad-
hesion molecule-1,ICAM-1)7KF-,
1.3.4  FRORshE

BCHT AR R S TE AN E L A R T B
FELEARTT AT 6 A FH G 5 A fe il i
1.3.5 Lt MR E R

G eVERE bR R RS LUK B U
PR | Bz kvt 3R B, 5 R 5 A3 e S0 1) DAy, &2
RAGOL T ARG G [ g1t 828 20 P R
SN e e kB RT R A2 A
1.4 Gutsomik

fii FH SPSS 21.0 e T H R (A 247 5595 43 A, 114k
TRERH n (%) Fon , 2 K i H#; TR EORER H
(x+s) R, AL FEA ¢ K 59 (A [H]) B ECXT ¢ K 39

(L) LB, DL P<0.05 %R 22 57 BAT B8 it 2%

2 #R

21 WA F ARG EA GGG O

CALND @ A i il it AR J5 51 i & A Be 2%
A5 F MALND 41, F A B[] | £ Be i [ 4 F
MALND 4 , 22 % A 4 it 2% & L (P<0.05) .,
1,
2.2 PN N FR bR L

P41 ARJ5 12 h HR .MAP . SAS . SDS 143 AR fiif
Fe#s, 7+ e, {5 MALND 4146 T CALND 41, 22 745
GiiterE L (P<0.05), W2,
2.3 WL RAE N T8 L

W4 A5 5 d Il TNF-a . IL-6, VCAM-1,
ICAM-1 7K V- 5K Hij t# , B# %, MALND 41K T
CALND 4, 22 #4153 L (P<0.05) . WK 3,
2.4 Y bR SR b A

PR G 6 4~ A b BTG 8h B 45 0146 br 5 R mi
Fb#s, A, {H MALND 4H 5 T CALND 41, 2 %4
it X (P<0.05), W4,
2.5 WLt RAREE LR

MALND 4 AR J& 4 Be 1 0] 8. 3F & A & AR 5
CALND H Wi, Bk, Z 5 A it % & X (P<
0.05) , WA Z &R I, 25 LRI E X
(P>0.05), W#&Es5,

®1 MAFRBEREREHREBRILE (x+s)

Table 1 Comparison of operation and postoperative recovery between the two groups (x+s)

4151 no WEZFHRCG) RAhiiniEmL) ARFESH ML) FARBE (min) AE BE I (d) EBEZEHOT)
CALND 4 42 15.98+3.72 129.48+14.33 339.48+41.62 98.72+9.84 13.89+2.13 13527.39+1028.49
MALND 21 42 16.12+3.89 102.48+11.47 193.27+26.45 88.83+9.38 9.89+1.87 19636.28+1174.39

t1H 0.169 9.533 19.215 4.715 9.146 25.361

PH 0.867 0.000 0.000 0.000 0.000 0.000

x2 FHNBRNMIEIREE (vxs)
Table 2 Comparison of stress response indexes between the two groups (x +s)
s ] 2151 n HR (¥ /min) MAP(mmHg) SAS(41) SDS(43)

A CALND 41 42 76.12+2.83 79.84+5.04 49.98+4.99 50.76+5.63
MALND 2 42 76.57+3.12 79.58+4.88 49.63+5.12 51.22+5.74

t{H 0.692 0.240 0.317 0.371

PiA 0.491 0.811 0.752 0.712
ARJF12h CALND 4 42 84.11+4.03" 88.74+5.94" 59.37+6.03" 58.09+6.03"
MALND 2 42 77.98+3.63" 83.78+4.97" 53.72+5.36" 53.47+4.89"

i 7.325 4.150 4.539 3.857

P1A 0.000 0.000 0.000 0.000

I S FGUREIT L, *P<0.05,
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x3 MARERMIEIREEER (x+s)
Table 3 Comparison of inflammatory response indexes between the two groups (¥ +s)
s} ] 2H 5 n TNF-a(pg/mL) IL-6(pg/mL) VCAM-1(ng/mL) ICAM-1(ng/mL)
VN CALND 21 42 14.32+2.88 17.59+3.28 57.84+3.48 322.59+83.60
MALND % 42 14.73+2.98 17.74+3.48 56.98+3.61 325.04+88.04
t{H 0.641 0.203 1.112 0.131
Pl 0.523 0.839 0.270 0.896
AfFE5d CALND 2 42 8.77£2.46" 9.97+2.11° 52.01+2.96" 283.17+£74.03"
MALND 4 42 3.87x1.02° 4.79+1.18" 47.58+2.44° 241.25+69.36"
tE 11.924 13.886 7.484 2.678
Pl 0.000 0.000 0.000 0.009
T S A AR, *P<0.05,
T4 MALREHELRE [(xxs),°]
Table 4 Comparison of upper limb motion between the two groups [ (x+s),°]
Fisf 11 205 n iR Je Ik i A1 S R
N CALND 2 42 165.37+£17.30 49.58+6.03 36.58+4.03 69.26+6.04 79.54+7.63 158.30+16.40
MALND 2 42 165.02+16.94 49.37+£5.77 37.10+4.47 69.72+6.58 79.85£7.95 159.02+17.47
1l 0.193 0.163 0.560 0.334 0.182 0.195
PA 0.847 0.871 0.577 0.739 0.856 0.846
ARG 64 H CALND 2 42 141.28+12.49* 40.73+3.95" 29.87+3.02° 54.31+5.54" 62.41+£6.37" 111.47+11.27*
MALND 2 42 154.98+14.03* 46.26+4.37" 34.10+3.62" 62.41+5.87" 74.53+6.96" 137.48+12.02°
1l 18.742 6.084 5.815 6.504 8.325 10.230
P1H 0.000 0.000 0.000 0.000 0.000 0.000

SR AR, *P<0.05,

x5 MAREURAREERBERLER (%) ]
Table 5 Comparison of safety and postoperative recurrence

between the two groups [n(%) ]

gn M B RRE
ap o L PICOM s i et

BEE kAR BER
CALND 4 421(2.38) 1(2.38) 0(0.00) 0(0.00) 2(4.76) 2(4.76)
MALND 4H 42 3(7.14) 4(9.52) 1(2.38) 1(2.38) 9(21.43) 1(2.38)

718 5.126  0.346
P{E 0.024  0.557
3 itig

FLIR R P W = OB 2 — e R
AT AT AR B P AR
AP R B L D7 B LI DT BR AR I PR 7 748
FUBRIE Y 2R, s BV BRI 4121 HLAR B A8
HIL B RE SRR o T I L A SR SR
I PR A i v e R R LTS, A R RO RS I
B R RIAR 41415 CALND 7 2235 BR 438 K it
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g I UG JIURE DG AL 2 5 A 4 0 i
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IO 35 52 7 I 9 iE S5z 0 A L g B AR S R L
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2T ARG B SR 5 R L LT CALND 41,
MALND Z1 AR J5 12 h N3 s b 45 4% AR J5 5 d i
T8 RAE S FR K2 T CALND 4, R 5
S R E & AR FRAK T CALND 40, MALND 9 %%
3 AR A ST B, R AR X, AR o
TCT5Hr 46 58 B, T X6 B H S LA 443 , TR
Al FH 2L B Bl B 9 K- AR LY, wl AT 354 /N
AT, BEARA i AR S5 51, AR
TG ROEE A M RS S A BT
Fol T ot 22 O B B AT B A A2 5 XU, BRI e vl A
SRR AR R B ARG K b R SRR T i R
O e ST A o A A O ) e 2 39 P N =
IO RN JAE SN, At AR S5 A

A5 N L B RE A R R LR R AR
JoH AR, R RGE shhe ) B WA, Hizgh
Ja BTy 57 6 B ARG A T A T AR e A
Wi AHIFSY 45 R 8, MALND 4R 5 6 A |
JHE 3% Bl E 4% T0 4 b e T CALND 41 . 43 #r B IR 7
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T, MALND il A 5 4 B9 AL BT, % BE WA Je ol F oA
P AL FEJE B A (], AT 3hE G TR L R AR BB
B2 A Bk AR AR, BRAR AR S B K
i R vt Ty B B A o A A XU, T) st D) F1 A/
A R A SC LA 482 405, i — 25 e i iR R 5
T REIR A

Zi I, 5 CALND # [t , 5k F§ MALND BX & {4
BA 7L 5 1 LR DI BR AR AT A2 a0E R 3 RS WK, B
AR 1 7L Mo 8 3 AR o7 38, DAL 98 i S
REARXT L I 7% B0 BE A5, ek 0 O R Y & A 9T
R & BT (B ARG R

&% 3k
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W, LEEPIAL AS[R)C T RE S G0 DL B S8 43R 77 i J5 1) BNP . sTREM-1  Hey /K- K U I g 4 4r , [7)
i 5% Fi Pearson £8P 46 ¢ 73 7 ¥ 43 BNP . sTREM-1 % Hey 5.0 I AEFSAR A G E. @R MEKAA
Bt it BNP .sTREM-1 . Hey P J2 LVEDD /K- 140 B 2H 5 | LVEF /K P-4 % FRAAAIG , HOW SR 89897 7 d
J& BNP.STREM-1.Hcy & LVEDD /K-F-394 T %, LVEE K4 BF b T}, 22 5394 G125 X (P<0.05) .
LVEF: I %> %>V %%, LVEDD: Il &<l Z%<IVZ%; BNP sTREM-1 Hcy /K. I <l <V, 22515
Gt X (P<0.05), W4 BNP sTREM-1 J% Hey /K°F-5 LVEF £ 74056, 5 LVEDD £ [FAH % (P<
0.05), %51 X HF B E B I BNP sSTREM-1 2 Hey 7K SEAT RGN, o W 0 220 D RE S 1 % 8 H A
B, NN R ERYT RS S S A .
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Analysis of the role of BNP, sSTREM-1 and Hcy in evaluating left ventricular function in
patients with heart failure

LIU Weiyong'*, ZHANG Li*, YANG Fan’

(1. Department of Blood Transfusion, Zhengzhou Seventh People’s Hospital, Zhengzhou, Henan, China,
450000; 2. Department of Laboratory Medicine, Zhengzhou Seventh People’s Hospital, Zhengzhou, Henan,
China, 450000; 3. Department of Ultrasonic Imaging, Zhengzhou Seventh People ’ s Hospital, Zhengzhou,
Henan, China, 450000)

[ABSTRACT] Objective To investigate the effects of the Brain Natriuretic Peptide (BNP), soluble
triggering receptor expressed on myeloid cells-1 (STREM-1) and homocysteine (Hcy) test to evaluate left
ventricular function in patients with heart failure (HF). Methods 202 patients with HF who received treatment
in Zhengzhou Seventh People’s Hospital from June 2020 to September 2022 were selected as the observation
group, and 168 healthy patients who underwent physical examination in our hospital during the same period
were selected as the control group. BNP, sSTREM-1, Hcy levels and cardiac function indexes between the two
groups, at different cardiac function grades, and before and after treatment in the observation group were
compared. Pearson linear correlation analysis was used to analyze the correlation between BNP, sTREM-1, Hcy
and cardiac function indexes. Results The levels of BNP, sSTREM-1, Hcy, and LVEDD in the observation

group were higher than those in the control group, and the LVEF levels in the observation group were lower

KA A A AR K A AT YA B (LHGI202011306)
M A 1 FRN T H AR E RS A T, #81 450000

2. FRM B AR E A TA, T, #M 450000

3. HRM B L AR ETRA B HRA, 7T, #6001 450000
*BAEAE S %) K, E-mail : lwy13607686271@163.com



T EWiER T4 2023459 45154 4591 J Mol Diagn Ther, September 2023, Vol. 15 No. 9 - 1553 -

than those in the control group, after 7 days of treatment, the levels of BNP, sSTREM-1, Hcy, and LVEDD in

the observation group decreased, and LVEF level increased, and the difference was statistically significant (P<
0.05). LVEF: Grade Il > grade Il > grade IV, LVEDD: grade Il < grade Il < grade IV. BNP, STREM-1 and
Hey levels: Grade II < grade Il < grade IV, and the difference was statistically significant (P<0.05). BNP,

STREM - 1 and Hcy levels in the observation group were negatively correlated with LVEF, but positively
correlated with LVEDD (P<0.05). Conclusion Detection of serum BNP, sTREM-1 and Hcy levels in HF

patients is of great significance in monitoring the development of left ventricular function, and can provide a

reference for the follow-up treatment and prognosis.
[KEY WORDS]
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T2 BN, T B0 I 4 HE I A BE R LA S
AR R 2, i A — 2R R ER 5 IR, HF
AT ML — PR L 2 J LT B AT O I &
Jig BN 2R B BOIR #2377 AR 1 — 2H 0 JUE 2 196 e
FF o HF SER 22 3 BUOABAARUE B I DRIHE S5 1l
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Table 3 Correlation analysis of BNP, sSTREM-1, and Hcy

with left ventricular function indicators

BNP sSTREM-1 Hcey
r i P1E r i P1E r i P{E
LVEF -0.528 <0.01 -0.801 <0.000 -0.489 <0.05
LVEDD 0.625 <0.01 0.724  <0.000 0.282 <0.05
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Table 1 Comparison of BNP, sTREM-1, Hcy levels and left ventricular function indicators between the observation group

before and after treatment and the control group at admission (x +s)

Ei il n BNP(ng/L) STREM-1(pg/mL)  Hcy(wmol/L) LVEF(%) LVEDD (mm)
YRIT I 572.50+56.81" 73.28+6.89" 26.54+2.26™ 43.22+3.52" 59.91+4.16®
pUEZS | 202 " v . .
WRIT IR 303.42+13.47° 54.89+5.26" 20.38+2.87" 47.89+3.67" 54.26+4.27"
X HE 21 168 52.37+4.61 43.84+3.78 10.82+1.23 55.57+4.29 51.38+4.54
F1 10308.41 1346.76 2209.23 485.13 190.45
P{H <0.001 <0.001 <0.001 <0.001 <0.001

TE S IRA] A, 'P<0.05; SR YT A FLER, PP<0.05,

£2 ARELIHEES L BNP.sTREM-1.Hey 7K F R 20 IhBEIEAREE B (x+s)
Table 2 Comparison of BNP, sSTREM-1, Hcy Levels and Left Heart Function Indexes in Different Concentric Functional
Gradings (x+s)

215 n BNP(ng/L) STREM-1 (pg/mL) Hey (pumol/L) LVEF (%) LVEDD (mm)
LU T4 64 305.57+141.26 64.56+5.36 21.44+2.21 51.84+4.78 55.67+4.87
LoIrtg MY 79 554.29+268.34° 71.47+6.69* 27.88+2.56" 42.49+3.54°* 60.45+5.13"
NN 59 886.45£509.97 * 85.16+7.34" 30.28+2.95" 34.85+2.59" 63.79+5.26™

FH 215.99 158.86 197.84 316.69 39.82

PiE <0.001 <0.001 <0.001 <0.001 <0.001

W5 04 b4, P<0.05; 5 T 9 40 L 55, °P<0.05,



NTeW SR 202349 51534

HEoly J Mol Diagn Ther, September 2023, Vol. 15

No. 9 + 1555 -

L RE#% 22 BNP /K V-1 55 , BNP 5 o 10 22 0 DI fig
647 LVEDD 2 1E#H 1, 5 LVEF 2 5 M ¢ 78
HF & 123097 )5 , BNP K- 2 F& A%, 1t 1 BNP
KB IS HE B & AR % J8 R 22 0 D REAE FH 2%
YA .

STREM-1 ik FHaFEA i 1 , LAl i X A7
FE, DAAE SCHR SR A N AR AR v 3 T A ) £
STREM-1, {H7EHLARAE 4 0 S g 7= A= i) H e 3k 57
W AR LM, sSTREM-1 =235 7] TIFAG
9 T LA B i A5 RS I E . AR SE S
FLAE J AL . AR W 5T & B, HF B2 I3
STREM-1 (7K V-85 fdt e A HE i , B HF S5 200 3)
AE 22 HOK -4 5 s HF B35 4R YT 5 sTREM-1 7K
SF-25 R [, [A] i sSTREM-1 5 HF i % .0 D) figd6 b
LVEF & i #1 5& 1 , 5 LVEDD & 1F 4 3¢ , 15 W
sTREM-1 5 HF 8515 19 A& S LA S Ae O I tfE
KD,

Hey /& —FP & B & L/ , [ i e —Fp & 7™
& E NIRRT . HISRF5E B, Hey K
A3 UATHE I YR T B2 AR5 B ko A B A R T B L 9
TG LA BEE I 28 6 1 98 A S N | 40728 6 I ) R , A 1T
P2 A2 B3N . A, Hey 38 1T 38 1 il AL
P AR KA [ R S ek AR A Nl — A AL
IRV REAR, (5 000 A5 A 4 L 90 720 1 0 PN 2 4 Az 45
JEE O A REPIR ARG o« A 2= # X Hey 5 HF
(G B R R AT 5E 1, 25 SR B, Hey vl i 41
A I ORI 58 o 4 s il 47 o XL A 79 P B2 4
FITIRE , 75 K MUK 9 S = A, 5 350 B0 LA
P FNRE A, DA 500 I 119 4 5 I 4 T g 32 31 52
i), JLAE HE A% G Bt v & 7 JE A ), AR oY
EHAERAML . A0 E, WA B Hey K
o TR, HHF B30 o 3 b o 15 s ™ ok
Pl 3 BT IS Hey 7KF-23 4G, [R5 LVEF
EAHUASEN:, 5 LVEDD S 1EHI5G, #8 Hey /K F5
HF S 18 M2 O D e 45 7™ SRR A G

25 b Frik , X HF (835 19 1L 7 BNP . sTREM-1
J Hey 7K HEATAG I, X6 W ) .0 T RS 1 4 e
HAAEZE S, A G 80097 R s #2ES %K
P AEAFIRIRHE)

S 3k
[1] VLM, 5% . PBL Y5 CBL BEA #HAE O RS 7 52 2
Bohwyn L] AR E 22 EH R 4K, 2020,19(10) :

[9]

(10]

(11]

[12]

[13]

[15]

[16]

[17]

1183-1185.

A HAK IR, R B2 , 55 . R 0 B A 175 5 0 JLAE JE o0
73 3 VR AR LT 4045 B I s A0 R R KT I AR AR [T .
U R 24R (PR , 2020,51(3) 2 331-336.

ZEigg, BB S . AR M0 ) R SR BNP (Hey |
ML AR 7K -2 46 50 D g B B 19 96 ZR [T ], rp R TE-C 1l
PR, 2021,13(9) :1050-1053.

W UE R, 228 A, %5 L LYY cTnl ., hs-CRP, NT-pro
BNP G Rl 20O DUISE 2 W B [T ). IDAR R 2y,
2020,60(2):75-77.

PN TR, RGE , 0 ST I AL PR A0 A Ak A 2 AR -1
18P0 T FE R N O T REFR AR AR DG M A AT [T ). P B
LA DI A, 2019,17(21) : 3362-3364.

VEMG , B . ASTR] NYHA O B RB4M 2018 M0 07 30 380
JIE 7% 5 ) PU L, PCT , BNP /K P25 4k B R 28 [T, i e
B2y, 2021,32(19) : 2488-2491.

Scholz J, Finnerup NB, Attal N, et al. The IASP classifica-
tion of chronic pain for ICD-11: chronic neuropathic pain[J].
Pain, 2019,160(1) :53-59.

T35, ik, T 5. MG sST2 . Gal-3 7K F 5 .0 WU AE I 12
PR 7 9 S BUS AR DS S AT 0], o AR RO 1 7 BE
K, 2022,14(2) : 224-227.

FRLTTF . 2022 4 I [6.0 3 TE A BRAE 1 BB B A [T ].
T RHE S, 2022,25(17) :2051-2054.
Alvarez—Cienfuegos A, Cantero-Nieto L, Garcia-Gomez JA,
et al. Association between homocysteine levels and arterial
stiffness in women with systemic sclerosis[J]. Clin Exp Rheu-
matol, 2020,125(3):92-97.

W Rk, TR R | EH A A CRP PCT ,sTREM-1
N K2 CPIS P 431 W WAL AR S il 48 740138 Wi b iy A0
] 2 F2Wr5iaIr A, 2022,14(1) :58-62.
K2R a M IR s, % . BNP.MYO ,CK-MB #ll cTnl2 5
PR ) S B D IRE M R MACE IR R [T]. 7 F
BWHSIHIT 4, 2022,14(11) : 1836-1840.

BOHAAS, ARG RS, g, 45 A1) . miR-223 AL I 3 BNP /K
AR MO Ty B P R B (LT . B AE R R A
HEJR, 2019,19(22) : 4344-4347+4352.

Jolly L, Carrasco K, Salcedo-Magguilli M, et al. sSTREM-1
is a specific biomarker of TREM -1 pathway activation [J ].
Cell Mol Immunol, 2021,18(8) : 2054-2056.

Zheng F. Pathogenic characteristics of pulmonary infection in
hospitalized patients with chronic heart failure and diagnostic
value of STREM-1, sCD163, and sSTWEAK [J]. Pak J Med
Sci, 2022, 38(3Part-1) : 536-541.

Yao Z, Li G, Li G. Correlation between serum urea nitro-
gen, cystatin C, homocysteine, and chronic heart failure [7].
Am J Transl Res, 2021,15;13(4) :3254-3261.

Zaric BL, Obradovic M, Bajic V, et al. Homocysteine and
Hyperhomocysteinaemia [J]. Curr Med Chem, 2019, 26
(16) :2948-2961.



- 1556 - BT EWi SR TaE 20234E9 0 45154 4591 J Mol Diagn Ther, September 2023, Vol. 15 No. 9

. a
.’I,/a 3 e

TSH.D- &I UA 5 T2DM H.3& High ks REmifL
1% &

KB HEE BER' IE

(8 =1 B8 AR E (TSH) \D- R K IR ER (UA) 15 2 U R (T2DM ) # 3 5
KB EETEfL (CAS) R . Ak BEHL 2021 4F 6 F & 2022 4 12 F FE I 7 25 — A R B B W ia ()
T2DM £ % 121 B WL , ARIEH To 5 3 CAS 434 CAS 2H 57 il F14E CAS 2H 64 1], 744 CAS 243K 0
P10 611G 1451 2 G 19 6] 3 A6, DI HURI AR BEA T ARG 4T IE #3119 44 0 A . X L
MELA X B 2] 1M 3 TSH . D- K K UA /K- XF H CAS 4R [A] CAS 4343 1 1L TSH . D- KAk &
UA 7K 5 2 B 5% i) T2DM 2B 3% & A= CAS (1 51 H 5 5k F 7T Logistic 101 V3 43 #7 5 i T2DM B4 k& /£
CASHYZINE ., &R M4 TSH.D- Bk K UA K FH i TRHEA , 25 BA 5% L (p<
0.05), CAS 41 TSH.D- & K UA K 82 3 94>2 94>1 24>0 9, 22 S HA 5 i3 5 X (P<0.05) ,
CAS 4N CAS M5 AF#E  BMIL S MR EE AR B ie B 1 S % L BR  H Ik =R LA, 2R TE4
TER X (P>0.05) . CAS AAIHE CAS 40N 2 MUK \ TSH . D- 3k (UA i, 25 HA ST #E X
(P<0.05), % JG Logistic [FIF 20T SR R K A @ 1K . TSH<0.5 mIU/L, >4.78 mIU/L \D- {4
>0.5 mg/L . UA<142 pmol/L , >360 pwmol/L /& 5 il T2DM i # & 2 CAS 19 3 2 6 & F £ (P<0.05)
% TSH.D-—RE K UAZ 5T T2DM B Lt FE, 5 CAS TE A B VIR L&,

[X$EIR]  FEHURIRIMER s D-ZRIK; IRIR; 2 BUBEIRAG ; Ssh ik oki A a1k

Relationship between TSH, D-dimer and UA and carotid atherosclerosis in patients with
T2DM

ZHANG Zhujun'* , PAN Qingfeng', MA Junmin', WANG Lei*

(1. Department of Endocrine, the First People s Hospital of Wuhu, Wuhu, Anhui, China, 241000; 2.
Department of Ultrasound, the First People’s Hospital of Wuhu, Wuhu, Anhui, China, 241000)

[ABSTRACT] Objective To analyze the relationship between thyroid stimulating hormones (TSH) ,
D-dimer, uric acid (UA) and carotid atherosclerosis (CAS) in patients with type 2 diabetes mellitus (T2DM).
Methods 121 T2DM patients admitted to Wuhu First People’ s Hospital from June 2021 to December 2022
were selected as the observation group, and they were divided into the CAS group of 57 cases and the non-CAS
group of 64 cases according to whether they were complicated with or without CAS, the 57 cases in CAS group
were divided into grade 0 (10 cases) , grade 1 (14 cases) , grade 2 (19 cases) and grade 3 (14 cases). In
addition, 119 normal patients who underwent physical examination in our hospital during the same period were
selected as the control group. The serum TSH, D-dimer and UA levels in the observation and control groups
were compared; the serum TSH, D-dimer and UA levels of the CAS group in different CAS classifications were
compared; the single factors affecting the occurrence of CAS in T2DM patients were analyzed; the multivariate

factors affecting CAS in T2DM patients were analyzed by binary logistic regression. Results The levels of
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TSH, D-dimer and UA in the observation group were higher than those in the control group, and the difference
was statistically significant (P<0.05). The comparison of TSH, D-dimer and UA levels in the CAS group were
as follows: grade 3 > grade 2 > grade 1 > grade 0, and the difference was statistically significant (P<0.05).
There were no significant differences in gender, age, BMI, total cholesterol, low density lipoprotein, high
density lipoprotein and triglycerides between the CAS group and the non-CAS group (P>0.05). There were
significant differences in disease duration, hypertension, TSH, D-dimer and UA between the CAS group and
the non-CAS group (P<0.05). Binary logistic regression analysis showed: taking the presence or absence of
CAS as the dependent variable, the variables with statistical significance in the univariate analysis were included
in the binary logistic regression model for further analysis, and the results showed that the binary logistic
regression analysis showed that : long course of disease , hypertension, TSH <0.5 mIU/L , >4.78 mIU/L ,
D-dimer >0.5 mg/L, UA<142 pmol/L, >360 pmol/L were the main risk factors affecting CAS in T2DM patients
(P<0.05). Conclusion TSH, D-dimer and UA are involved in the pathogenesis of T2DM, and are closely

related to the formation of CAS.

[KEY WORDS] Thyroid stimulating hormone ; D- dimer; Uric acid; Type 2 diabetes mellitus; Carotid

atherosclerosis
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Table 1 Comparison of serum TSH, D-dimer and UA levels

between the two groups (x +s)

M%)  n TSH(mIUL) D-—2%{k(mg/L) UA(pwmol /L)
XHHRZH 119 1.93+0.27 0.3620.12 336.81+10.23
W 121 4.63+1.14° 1.23+1.27" 451.46+41.74"
i 16.763 7.501 29.115
Py <0.001 <0.001 <0.001

&2 CASHARRESZH TSH.D-ZREK UAKFELEE (xs)
Table 2 Comparison of TSH, D-dimer and UA levels in
different grades of CAS group (x+s)

A5 n TSH(mIU/L) D-—3%{K(mg/L) UA(pumol /L)

0% 10  1.16+0.63 1.22+0.53 334.98+10.59
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29 19 2.44+1.19" 2.59+1.31" 436.12+32.85"
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P <0.001 0.004 <0.001

5 0 9 ER, P<0.055 5 1 9L #, 'P<0.05; 5 2 L, P<
0.05,
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Table 3 Single factor analysis of CAS in T2DM patients
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UA (pmol /L) 450.52+41.88 367.93+26.24 13.146 <0.001
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R4 BIET2DM EBE CAS 1% F & logistic B3 4347
Table 4 logistic regression analysis of multiple factors affecting CAS in T2DM patients
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Predictive value of serum inflammatory indicators combined with APACHEII score for

survival and prognosis of patients with severe pulmonary infection

YUAN Zhihui, JING Shen*, WANG Liangliang

(The Second Department of Intensive Care Medicine, North Anhui Coal Power Group General Hospital,
Suzhou, Anhui, China, 234000)

[ABSTRACT] Objective To analyze the predictive value of serum inflammatory indicators combined
with APACHEII score in survival and prognosis of patients with severe pulmonary infection. Methods A total
of 135 patients with severe pulmonary infection admitted to the Second Department of Intensive Care Medicine
of North Anhui Coal Power Group General Hospital from January 2020 to December 2022 were selected as the
research objects. According to the clinical outcomes of patients after treatment, they were divided into the
survival group (n=119) and the death group (n=16). Age, sex, BMI, serum C -reactive protein (CRP) ,
procalcitonin (PCT), white blood cell count (WBC) , neutrophil count (NEU), albumin (ALB), lymphocyte
count (CD3*, CD4", CD8", CD4'/CD8") and APACHE Il score were compared between the two groups by
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univariate analysis. Taking the death of patients during treatment as poor prognosis, multivariate Logistic
regression was used to analyze the influencing factors of poor prognosis in patients with severe pulmonary
infection, and the ROC curve was used to analyze the single and combined predictive value of serum CRP,
PCT, WBC, NEU level and APACHE II score for poor prognosis in patients with severe pulmonary infection.
Results The univariate analysis showed that serum CRP, PCT, WBC, NEU, ALB, CD3", CD4", CD8",
CD4*/CD8" and APACHE Il scores were all factors affecting the survival prognosis of patients with severe
pulmonary infection (P<0.05). Multivariate Logistic regression analysis showed that CRP level increased (OR=
1.889) , PCT level increased (OR=2.188) , WBC level increased (OR=2.125) , NEU level increased (OR=
1.790) , ALB level decreased (OR=1.904), CD3" level decreased (OR=2.115), CD4" level decreased (OR=
1.872) , decreased CD8" level (OR=2.173) , decreased CD4"/CD8" level (OR=1.978) and high APACHE Il
score (OR=2.201) were independent risk factors for poor prognosis in patients with severe pulmonary infection
(P<0.05). The ROC curve analysis showed that serum CRP, PCT, WBC, NEU levels, APACHE Il score and
the AUC of combined assay were 0.724, 0.697, 0.790, 0.789, 0.830 and 0.972, respectively. The combined
assay was better than the single assay (P<0.05). Conclusion Serum inflammatory indicators and APACHE II
score are related to the survival and prognosis of patients with severe pulmonary infection. The combined

detection has a good predictive value for the survival and prognosis of patients with severe pulmonary infection.

[KEY WORDS] Severe pulmonary infection; C -reactive protein; Procalcitonin; White blood cell

count; Acute Physiological and chronic health status scoring System 1l
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1.3 W5 R A HER AL PEAL

A 53 4% 1] APACHE 11 3143 b i PE A
95 I 7 H AL . APACHE 11 6345 20 A= 24
a3 RS TE 43 DL RS T A BRIV 43, B3 0~71
g1, 53 BOB R AR I B
1.4 — ekl

WSS AT BB X B R i S Sk G KRB A A T 3 A
S () A GG PR B2 RE , AL 45 45 8% 1R 1) L B 1A T o
18 %t (body mass index, BMI) 5 [fil % CRP,PCT .
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SELL K APACHE T 343 %A 15 B .
1.5 Gtk

K SPSS 25.0 St it 2 F 4 Xof AR ¢ B4l #E 47
ST THE PRI (R +5) Fom , RIIMSTREAS ¢ 46
55 s THECFOB L n (%) 7R AT R ITRLE 5 AH OG5 M)
A 2 K H Logistic [F1H 508, 2 il 52 108 TAERHIE
(ROC) £, 3 A1 $50 0 A5 70 - A7k Xof i A5 il 3418 Je
B AR TUS B TN, DA P<0.05 h 22 R A 5

AR
2 HR

2.1 PRI G — BRI B R 2R 43 B
R R M 45 3 B R, 1L CRP . PCT \WBC ,
NEU.,ALB.CD3".CD4",CD8" ,CD4"/CD8" /K - 5
APACHE I 143 ¥4 2 5 i il & Jak e £ 3 AR A7 TS
F5Z IR PR 2 SE T4 1L CRP \PCT .WBC .NEU 7K

V-5 APACHE I1 #7324 A A7 41, M ML i§ ALB |

k40l CD3* .CD4* .CD8* . CD4/CD8" 7K - {1

TSR, 2R RA G E L(P<0.05) ; I

AR PESN S BMIFE B EL, 22 5% St E X

(P>0.05), WFE1,

Rl PMAARMNR—MARBBRRSN [(x+5),n(%) ]
Table 1 Univariate analysis of two sets of general data

[(x£s5),n(%)]

4] 4

SRS Lren ML g e

() 63.31x14.27 62.32+11.29 0.319 0.750
PR
5 13(81.25)  77(64.71) 1737 0.186
5’y 3(18.75) 42(35.29)

BMI #5 4§ (kg/m®)

<18.5 2(12.50) 8(6.72)

18.5~24 6(37.50) 49(41.17) 0.694 0.707
>24, 8(50.00) 62(52.11)

I3 CRP 7K (mg/L)  139.86226. 48 118. 32+21.17 3.705 <0.001
M35 PCT K- (ng/l)  12.34%2.82  10.27+2.18 3.438 <0.001
1ML NEU K (X107/L)  15.80+3.41  12.362. 83 4.569 <0.001
IML7H WBC /K- (X10°L)  18.73+4. 46 14. 2943, 66 4.436 <0.001

I3 ALB K- (/L) 28.34+5.42  34.23+5.81 3.901 <0.001
M CD3 7K (%) 61.82+8.41  69.32+9.13 3.111 0.002
175 CD4 K (%) 32.67+4.42  39.54+5.11 5.122 <0.001
1% CD8'7K(%)  27.36+3.63  20.96+3.72 2.632 0.010
I3 CDAT/CD8 K- 1.19+0.28  1.32+0.22 2.230 0.027
APACHE I ¥F43(43)  30.12+6.97  22.86+4.39 5.738 <0.001

2.2 HAE MR YL B A A TS 2 I &R Logistic
EVER i

VT it R JEk e £ R A B TS AN RO A
g KSR AR DG BT R R F AR REEAT Logistic 7]
H 43 ¥ . £ A &K Logistic 1] 5 43 #r &7~ , 1L 7
CRP .PCT ,WBC K NEU /K ¥ T}, ALB 2 CD3" .
CD4" ,CD8" ,CD4"/CD8’ /K F-f# ik il APACHE II %
TE43 17 02 T il 0 JEk e £ 3 U5 AN R A 2 ST S
K2 (P<0.05), W#2,

*2 EEMBBEFLEEEFENESEZE Logistic BAS T

Table 2 Multivariate Logistic regression analysis of survival and prognosis in patients with severe pulmonary infection

ES WAL BIE S.Eff Wald {8 ORIl 95% CI P

IfiL. 7% CRP 7K-F- (mg/L) LA 0.636 0.213 8.916 1.889 1.244~2.868 0.003
1% PCT 7K (pg/L) LA 0.783 0.291 7.240 2.188 1.237~3.870 0.007
1liL3% NEU 7K (X10°/1) LA 0.582 0.183 10.144 1.790 1.250~2.562 0.001
I3 WBC /K- (x10°L) LA 0.754 0.223 11.432 2.125 1.373~3.291 0.001
1L 7E ALB /K (g/L) LAY 0.644 0.216 8.889 1.904 1.246~2.908 0.003
3% CD3' 7K (%) LA 0.749 0.263 8.111 2.115 1.263~3.541 0.004
ML3E CDA 7K - (% ) LA 0.627 0.226 7.697 1.872 1.202~2.915 0.006
1Y% CD8 K- (% ) LA 0.776 0.281 7.626 2.173 1.253~3.769 0.006
M35 CD4/CD8 7K - (% ) LR 0.682 0.237 8.281 1.978 1.243~3.147 0.004
APACHE II 43 (%)) FELEAR I 0.789 0.261 9.138 2.201 1.320~3.671 0.003
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2.3 [fili CRP.PCT.WBC .NEU /K- 5 APACHE Il
TEA3 % B Al s B e £ TS AN R A FUI AN (L

ROC i £ 73 #r 2 7~ , 1L 7% CRP,PCT ,WBC,
NEU 7K~F- . APACHE I 343 J B¢ & A i iy it 46
I AL (AUC) 43 51 R 0724, 0.697 . 0.790., 0.789 .
0.830.0.972, K I, 76 X6 2 AE fifi 30 B L £8 3 Tl A
R A SR b, RS A (AR T B —FE A Al (<
0.05), WE3 K1,

%3 [Mi& CRP.PCT.WBC.NEU 7k £ 5 APACHE Il i 4>
M EAEMED L BETE AR TNE
Table 3 Prognostic value of serum CRP, PCT, WBC,
NEU and APACHE I scores in patients with severe

pulmonary infection

ORIEIE7N ﬁ}% AUC  95% CI  #URJE $550% P

CRP /K- 124.935 0.724 0.579~0.869 0.647 0.625 0.004
PCT /K 11.220 0.697 0.552~0.841 0.664 0.625 0.011
NEU /K- 13.925 0.790 0.662~0.919 0.681 0.687 <0.001
WBC 7K 16.535 0.789 0.687~0.890 0.706 0.750 <0.001

APACHE Il ¥4} 26.620 0.830 0.712~0.947 0.723 0.697 <0.001
i Rl 0.972 0.944~0.999 0.908 0.812 <0.001

1.0
CRP /K-
PCT /K-
WBC K-
--NEU K-
= APACHE Il #:4}
= A K
- SHL

0.8
06 { i
# k|~
Eooa 1

0.2

0 02 04 06 08 1.0
14571

B 1 ROC #iZk4sr#r
Figure 1 ROC curve
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PR TE SHE TG T AT G BL T il 4 g1 e Pk
vEul B i ThfiE )2 WBC .CRP . PCT K150

EHE BET Rewm’

(# ZE] BH VRIS EGHRIRTT X Q1WA ek g I & 05 1 vl £ 5 il 1) e K 11 40
Mi(WBC) .C i & 1 (CRP) [#E52 R (PCT) K52 . ik 1L 2019 4F 2 [ %2 2022 4F 5 J # 4k
R = B S0IA 1 152 A5 G W W ML T il % e - 2 I8 3 B 58 3 S F 5 6 52 AR AEIR YT 5 AN TR 4
X HEAH (1B 0% PR AR IR AR YT , n=73) RIS (FE AR T BB B HGE T SR 97 , n=79) . XT L4l
I PR 285 il T i3t 00 L g it i £ (FVC) 38 1 #P I RE R FU(FEVL) | 5 KW i it (PEF) & FEV1/
FVC {E ]}t WBC \CRP .PCT /K V-5 4k, I st 7 MBI R B OL . R WAR41IRYT A 2L
#(89.87% ) B Wi 5 T X R4 (76.71% ) , 22 57 BT Ge it 22 5 L (P<0.05) o ¥R Y7 i W4 41 FVC . FEV1,
FEV1/FVC % PEF $8 4534 5 F X IR AL, 22 5 B AT it 24 2 X (P<0.05) . /97 )i M4¢41 WBC (CRP . PCT
IR B AR HRAL, 22 A G L (P<0.05) . PIALBE RN R R kAR, 25 G2 E L
(P>0.05) . 58 P FATE TE SR Bt T7 A O I WAL T i g e I 2 IO Wi 2 08 6 3 119 1 AT 38 %,
B S BN 2 R AN S8 RE RN I A AE A I RAET 10 o

[EER]  RIGEEIRIRYT ;A RIFIAL; fli&sy; ifizhhg; WBC

Effects of tanreqing injection treatment on pulmonary function and WBC, CRP, PCT
levels in patients with pulmonary infection under invasive ventilator complicated with
respiratory failure

WU Guiyun'*, DAI Hui*, ZHAO Wanli’

(1. Department of EICU, Huanghua People’s Hospital, Cangzhou, Hebei, China, 061100; 2. Department of
Intensive Medicine, Huanghua People * s Hospital, Cangzhou, Hebei, China, 061100; 3. Department of
Emergency, Huanghua People’s Hospital, Cangzhou, Hebei, China, 061100)

[ABSTRACT] Objective To analyze the effects of tanreqing injection treatment on lung function and
white blood cells (WBC) , C-reactive protein (CRP) and procalcitonin (PCT) levels in patients with invasive
ventilator pulmonary infection complicated by respiratory failure. Methods 152 patients with invasive
ventilator pulmonary infection complicated by respiratory failure admitted to the People’s Hospital of Huanghua
from February 2019 to May 2022 were selected as the research objects, and according to different treatment
methods, they were divided into the control group (cough relief, anti-infection, etc. treatment, n=73) and the
observation group (basic treatment combined with Tanreqing injection treatment, n=79). The clinical efficacy,
pulmonary function [forced vital capacity (FVC), forced expiratory volume in 1 second (FEV1), maximum
respiratory flow (PEF) and FEV1/FVC value | and the changes in WBC, CRP, and PCT levels were compared

between the two groups, and the occurrence of adverse reactions during treatment were recorded. Results The
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total effective rate in the observation group (89.87% ) was significantly higher than that in the control group
(76.71% ) , and the difference was statistically significant (P<0.05). After treatment, the FVC, FEV1, FEV1/
FVC and PEF indexes in the observation group were higher than those in the control group, and the difference
was statistically significant (P<0.05). After treatment, the levels of WBC, CRP, and PCT in the observation
group were significantly lower than those in the control group, and the difference was statistically significant (P<
0.05). There was no significant difference in the incidence of adverse reactions between the two groups (P>
0.05). Conclusion

infection complicated with respiratory failure under invasive ventilator. It can effectively control the development

Tanreqing injection has a significant clinical efficacy in the adjuvant treatment of lung

of the disease, and inhibit the occurrence of inflammatory response, and it is worthy of clinical application.

[KEY WORDS]
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(b A5 15 el B 47 & T A7 R 28 |, 5 Bl T
20202220346 ) kil WBC 7K F-, SR IR Gaie g B
i 85 PCT /KPR & ) B AR = 25
B w], R4 2D BRI AR 4 & I 5 2647 o
1.3.4  B4LIBT I A RSN AR OO HE AL

AR VSRR w3 R
1.4 SeiteEork

fifi FH SPSS 18.0 Ge it (kA v Seit40 4, 1o

K (s )3, PR H] ¢ K50 5 71 ECE R
n(% )7, IR ¢ K5 ;s LA P<0.05 8 22 5 BAT
et Lo

2 HFR

2.1 PRI PRI R LA

W LR IT S R0% (89.87% ) Wt i T4
WA (76.711% ) , 22 5+ BA Gi it 5 L (P<0.05) .
U=

®1 FARKKTREER (%) ]
Table 1 Comparison of clinical efficacy between the two

groups [1n(%) ]

A n AR AL RER's Toxk AR
XHARAL 73 13(17.81) 18(24.66) 25(34.25) 17(23.29) 56(76.71)
WLEELH 79 19(24.05) 28(35.44) 24(30.38) 8(10.13) 71(89.87)

AL 4.782

P 0.029

2.2 P TR O s

1897 J5 W22 41 FVC . FEV, .FEV/FVC & PEF
fetndm TXRA, 25 BA 5% E L (P<
0.05), W32,
2.3 W4l WBC .CRP .PCT /K4

1R97 J5 M40 WBC . CRP ., PCT 7K - I A%
TXIRA, 22 RA ST 2 L (P<0.05) . WL# 3,
2.4 WA RN L

WA BE A R RN EAE R, 2R T80t
o L(P>0.05), W4,

®2 FAMINBELLE (x+s)

Table 2  Comparison of lung function between the two groups (¥ +s)
15 FVC(L) FEV,(L) FEV/FVC (%) PEF(L/s)
M T - A - A - — -
IRYTHT BT A IRYTHT BT A IRYTHT BT A IRYTHT RIT A
XHREZL 73 1.410.51 1.69+0.41° 0.89+0.31 1.24+0.36" 60.74+4.17  68.36+5.11° 2.8620.64 3.56+0.82"
WM 79 1.37+0.42 1.93+0.46° 0.92+0.27 1.47+0.31°  61.27#3.96  73.51%4.09°  2.91+0.43 3.94+0.74°
il 0.529 3.385 0.637 4.230 0.804 6.884 0.569 3.003
P1H 0.597 <0.001 0.525 <0.001 0.423 <0.001 0.570 0.003
5 R ZETTRT L, P<0.05,
R3 MWHWBC.CRP.PCT/KFLLE (x+s)
Table 3 Comparison of WBC, CRP and PCT levels between the two groups (x+s)
_ WBC(X10°/L) PCT(pg/L) CRP(mg/L)
iR n . - . - A -
TRYTHT RITIE TRYTHT RITIE TRYTHT BT A
X HE 2] 73 22.14+4.76 15.17+3.72° 2.27+0.54 1.42+0.61° 5.41+0.53 3.72+1.43"
WL 79 21.86+4.51 11.81%3.46° 2.31+0.42 0.82+0.31° 5.36+0.42 2.06+0.75°
X 0.372 5.770 0.512 7.730 0.647 9.059
P 0.710 <0.001 0.610 <0.001 0.519 <0.001

0 SRRV I AL, 4P<0.05,
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x4 WHERARRMEERWLR [(2(%) ]
Table 4 Comparison of adverse reactions between the two

groups [n(%) ]

215 n s B o] g pe] MEE
XREZH 73 0(0.00) 1(1.37)  0(0.00) 1(1.37)
WM 79 1(127) 2(2.53) 1(1.27)  4(5.06)

P} 1.627

P 0.202

3 itig

WP W% 32 oy FR 2 3 3 B P I AL e B Al 3R
J7 , BEPR I 21 1F AR AR AUMUAE | A7 R AR — A A ik
U BRI (e R0 o S A A P R R e (HLTE
i PRS2 e vp & B, K i) [B) il R IR AILYA Y, 2 14 T
FE TS e fg RS

MR H IR S ML 5 R G S AR
R AR AT HE — R BN G e U, S s 44 |
KA T bk 40 i 2 5 40 i e g s #E [RIE
At R R A 5 o 2t B 76 7 200 i A8 e i
K, SO 5 R A B BRI R,
AT 18 A5 L e B B, N R il . 3R
] P 2o i 5 R e U i 1 KU il A A,
R8s i o 1R W5 A 7 A i A7 S
358 | BH 22 52 o 998 AT T S W= — v 25 P ek
P2y, EEROEIE RS SR L RE R
Rl e, B Ptk B ENTiR, §k
HELSE R 130 1)1 1 L S5 4 il 5 5 FB 3 1R 9T
BRI, RN T SRRV B RLIR T I A B
R i T AR Al R LA AR RS RS
H—8, AP BoR R AE b
{14) RE AR 0 L 2F AR P b 24 6 AT FR AR P T
SRR DRL, REAT 355 R0 3 LK L 22 9 S AR
[Fi] B B FH o S ) B IR VS KR R AR
AR AEVE MR 2y, AT R A% B AL [ T3 iz
HA ) IE R B e RS PR R 0 H Y 1
25 LR e E R 2R, AR
G — 25 B A I D BEK 1 L, & BIR YT 5
WM %<4 FVC . FEV, .FEV./FVC & PEF #§ 5% & T
XPHRA, 5255 MRAE IR 45 R ARHHST . Ui,
5 oAl AT H HIR T A L, 5% AT TR S B iR
Y7 R il JER L - 2 I W o AR 1) il T e e S A R
ok . Jonge SEIAK, A MLIR G TBE
7 e 4 Mk T B TIOR3 Il R IR e 1 2 AR R R
YA C . CRP & —Fh S MERTAHE 1, 72 R M

7 9 B S MR YL s CRP /KOS 28 b 5 99 106 s v
KR WY, W E LAY — 2 N, CRP /K%
Wit . AT R, 2 AR A B R
B, 1M PCT KA &, 78 24 h N FH I (H,
PCT A 4B 0 LW e Fhric 1 . AR RBESE &
L IGYT IS W EE4H WBC .CRP . PCT 7K F-H BAK T
X HEHL, 15 BH 9% AT A S B YA T R s 4 o
THRIMER o 4387 B RAE T, 98 9 1 B Vi
ZRRCAT S il 2 e TR T B 2 TR i e R A 2R G, B
38 R ATORR 0 g B 48 M S N [ 22 A i R AR
CRP /KT B 5 IRl s, 8 $A0 T 1 S v LA Kb R 1
DR B A AV L R Wl A2 LR 07 384 I 1) (] B
PER U REACR L A4 9 75 R HE i, 98020 PCT 1)
BRI, XTS5 T B I R O AR B A
WBC 1) #F B AE T, 30 i il 28 2 rb P 20 Jf Y 3%
b, I e ¥ 90 BRI R VR, o503 F8 3 P I T
fE. ARRIE—L R BN, A BE AN R K
A R 25 7 TG X, R AT T A v
BILT il B I & WP W o vy R 98 AT
BIAYT I R o

25 LT IR P8 R VR SR BT A A T
BILT il % G I & WP 8 5 vy B8 8 1 I R T 2 db 3,
B 504 s & T A 9 9 S I 1 kA (ELAS:
e AR 1 FH o

5% 30k

(1] EIE,BEE#, T7F . ARDS B K06 A G WAL B
W W B4 s PR T 8 9 7 A o3 BT [0 ] r A il e 2 ik (Pl
Ji), 2022,15(6) : 876-878.

(2] FEsLER, FRLL, BT, 55 . R A AR S IR S5 (AR5
BI-JC BT DI SN 2 AR T RE I 15 I I et 0 S8 il
I fig S 4 JE I NOD2  TIM-3 mRNA B2 [T]. [ 2 4F
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LRI B OB AR Y '] NSCLC A LR W
f6b% . miR-20a . TOP2A W55

ZEMT $X LR HTR

(# ZE] B® WAL SR v ARG 7 0 NSCLC X R U N 8 4% . miR-20a . TOP2A
M, ik BEEL2021 45 1 7 2 2022 45 12 A FARMBTEX AR EBLIZIH 1Y 60 4 719 NSCLC 234,
AT I P it et D B AR+ 0 L 5 3 4 AR D) 1 O = S D BRFLZH (32 491) R =L 2H (28 3] , AR 21
B BIHE AR il T REFE b5 VLS BEFE KR .miR-20a . TOP2A Bt RAENE L. G558 BAfL 4L i M4 4k B it
(B85 F =LA, ShafE 5D F = fL4L, VAS TR T —fL41, ZR A 51228 L (P<0.05) ;K5 14~
A P41 PEF .FVC .FEV1 R T ARHT  H AL M AKCF 3 8 T =AU, 22 5 A it L (P<0.05) s 2
#J MDA \PGE-2 ,Cor /K¥-7#EAR S5 1 .d.3 d Ml b T IR 4L AR [T 1d BT 5 AR A, HARJG 1d.3d
P AR T =LA, ZERBE G2 L (P<0.05) s BALAM =FLABRERF1d XARF 34
miR-20a } TOP2A ¥JWARFI 1 d W MR, 27 A G172 L (P<0.05) s AL A =LA R 1 d AR 1d
ARG 3 d B miR-20a K TOP2A W, 22 5 ¥ LG # 8 L (P>0.05) 5 LA AR JG I KIE & A RN
6.25% A% T =FLLHY 25.00% , 22 A G112 35 XL (P<0.05) . G5 BAFLI 48 il AR 16 AR ] i 25 ok 3%
B NSCLC H3 fliThfE W i S0 miR-20a X TOP2A , BA T30 2 4 AT 15

[kiA] PP SEEREAR; =FLNRESE TR A5/ AURIE ; RO ; miR-20a; TOP2A

Effects of single - port thoracoscopic radical resection of lung cancer on stress response
indicators, miR-20a and TOP2A in the treatment of early NSCLC

LIANG Jianwei*, CAO Bing, WANG Chen, DU Zihao

(Department of Thoracic Surgery, Jiawang District People’s Hospital, Xuzhou, Jiangsu, China, 221000)

[ABSTRACT] Objective To study the curative effect of single-port thoracoscopic radical resection of
lung cancer and its influences on micro-RNA 20a (miR-20a) and topoisomerase 2-a (TOP2A) in early non-
small cell lung cancer (NSCLC). Methods A total of 60 patients with early NSCLC treated in Jiawang
District People s Hospital, Xuzhou, were enrolled from January 2021 to December 2022. All underwent
thoracoscopic lobectomy and lymph node dissection. According to different surgical incision, they were divided
into the single - port group (32 cases) and the three-port group (28 cases). The perioperative indexes, lung
function indexes, stress response indexes, miR-20a, TOP2A and complications were compared between the two
groups. Results The removal time of chest tube in the single-port group was shorter than that in the three-port
group, the total thoracic drainage volume was less than that in the three-port group, and the VAS scores were
lower than those in the three-port group (P<0.05). One month after surgery, ther levels of PEF, FVC and
FEV1 in both groups were decreased, the levels in the single-hole group were higher than those in the three-hole
group, and the difference was statistically significant (P<0.05). The levels of MDA, PGE-2, and Cor in the
two groups showed a trend of first increasing and then decreasing on the 1 d and 3 d after the operation

compared with the preoperative 1d in the same group, and the levels in the single-hole group were lower than

A AR A L E T A A K EFHAARAR B (H201810421)
AR At 0 T ST IE R AR E BRI SMRE, i 35, #0 221000
*EAEE R AR, E-mail : 13615131923@163.com
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those in the three-hole group on the 1 d and 3 d after the operation, the difference was statistically significant (P<

0.05). There was no significant difference in miR-20a and TOP2A between the single-port group and the three-port

group 1 day before surgery, 1 d after surgery, and 3 d after surgery (P>0.05). The incidence of postoperative

complications in the single-port group was lower than that in the three-port group (6.25% vs 25.00% , P<0.05).

Compared with those at 1 d before surgery, the levels of miR-20a and TOP2A were significantly decreased in both

groups at 1 d and 3 d after surgery (P<0.05). Conclusions Single-port thoracoscopic radical resection of lung

cancer can significantly improve lung function, stress response, miR - 20a and TOP2A in patients with early

NSCLC, and has the advantages of high efficiency and safety.
[KEY WORDS]

cancer; Stress response; miR-20a; TOP2A

it 96 2 g A Y i 0 R sl S A R 1
S M B, H b DL AE /N 40 g B 98 (Non-small
cell lung cancer, NSCLC) & % fiw {5 , 20 i s\ B
80%'"" ., #iit 68% NSCLC H & ifii2 i & Ak T 1
5 4EETERAUK 14%~17%" . H EIG R - F 5
F T ARG B4 NSCLC, LA 15 55 Jifi -4 1
AR+ O E RS AR B 5
TRl BRAR 24T = FLERAE , A e S E a1
S BN R JE R, B BT KF
MR AR 1 & 8 5 N FARIARAC kB
Sy B A5 B /N 1 B AL T R A LR RE A A
NSCLC & MiRIT h A T W EMIER . BT
P — 2 ¥R 58 B fL 5 = L s 5 i g AR IA AR B9 1
8 ASCLLBIARINFR bR N, miR-20a . TOP2A
SEONFR AR IEATIEIE , LI E B IR IR S % Rk 4 .
PRSI FE 45 SR R
1 BBERE
11—k

PEE 2021 4F 1 J % 2022 4F 12 A T4 B F
X AR EEBEZIA I 60 i 10 NSCLC & . A
Pt : OFF G 2018 JRQ AR BE 2 23 s I R 1297 48
) NSCLC 1 b 5 @l R 12 97 % R 58 3%
GTNM 70 T . HEBRARAE : OFEAE M s
AR S A 8 e P g A e 0 s @ F R AR R E
G 2K BH IR 5 @A FI A 2 il D) 5. 451 47 13 il 8

Radical resection of lung cancer; Three - port thoracoscope; Non - small cell lung

P o F Y7 AR 73 1AL (32 1)) Al =
LA (28 ) . WA — BRI LA 22 R LG22
S(P>0.05) . W 1., ARBFELREE= O Z R
oot , ZIAE KB & E g ) .
1.2 3BI7k

R 58 A A A . AL T 45 4~5
W T AE 3~4 em I 1 R 45245 £L , & A i B 45 A 1)
FR P WA T ARBAES iz fLik T, — 4L
2H T MRAT 5 4 555 B A 3~4 cm U)oy 4
VEAL , WIS 255 9 Wy [ 2 em U1 1 24 &I 45 45 fL
(R F R L& HEAT ), P 458 730 8 il
[ E 1.5 cm U1 A UEE AL (B A M58 ) o P2
BIAy W s 55 S AT I DI BR R o RS 45 7 UK 5
HHRYT o
1.3 WEHER
1.3.1 HIRBIFEHR

SRR JE R ] L M AR R R BT
AJG 1 d W 5 A4 3F 43 (Visual analog score,
VAS) TPEAG AR S5 M AR AR R PE o R Rk
SRR R
1.3.2  filigfieditn

5 TORHET T d ARG 1A Az ) Tot g 37
(Peak expiratory flow, PEF) .1 # F] J1 ' 25 1
(Forced exhalation volume for 1 second, FEV1) M fx
K il 1 (Forced vital capacity , FVC) . 1F % {1 «
PEF 6.67~8.33 L/s; FEV 5 295~341 L, & 2.22~

R1 WAHE—EERMEE (2(%), (x+s) ]

Table 1 Comparison of general data between the two groups [n(%), (x+s) ]

P51 AR bRyl TNM 4+ PRI g VIBRIBAY
ZH 5 _— [ i S ]
W = % ) Taw aw T N L

FfLH 32 20(62.5) 12(37.5) 62.53+4.82 22(68.8) 10(31.2) 18(56.3) 14(43.8) 24(75.0) 8(25.0) 3.04+0.93 25(78.1) 7(21.9) 20(62.5)
=fL4 28 16(57.1) 12(42.9) 63.78+4.71 20(71.4) 8(28.6) 18(64.3) 10(35.7) 20(71.4) 8(28.6) 3.11+0.81 21(75.0) 7(25.0) 18(64.3)

/A 0.179 1.013 0.051
P 0.673 0.315 0.821

0.402 0.097 0.309 0.082 0.021
0.526 0.755 0.759 0.775 0.886
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241 L;FVC % 3.06~3.27 L, &£ 2.267~2.36 L, kT =598

TE B 48 7 I D B 8 3 47 , 7K ST s 3R i D) o gm

AIIUA LY A -

1.3.3 MW FR bR 2.1 FEIARMFE bR L

RAT 1A ARJF 1d. 3 d %5 fERE & ki 10
mL, 3 000 r/min &[> (B0 F 42 13¢ m) 15 min, X
I35 A7 5 22 AW, SR T B BE 22 0 A D
(Malondialdehyde , MDA ) 7K - , >R FH it 5 6 3 3 A6x
I i 51 Bk = E2 (Prostaglandin E2, PGE-2) /K~F, >k
A 2 A e A I Bz 5t 8 (Cortisol , Cor ) K-, 1E
{4 Fl : MDA 1.5~8 nmol/mL, PGE-2 31.2~2 000

PACFL 2 ) M A P B ) T = LA, R
Sl T =LA, VAS MR T =FL4, 2 %h
Gt X (P<0.05), WLk 2,

F2 WA-MRIERIIEE (v+s)
Table 2 Comparison of general indexes between the two

groups (¥ +s)

e 5 P ARIR I ] R | R W T e
pg/mpg/mL, Cor 50~280 ng/mL, {H # = 2 75 I ¥4 4L (d) (mL) (49)
F2 N Ak, R BLAAS o) 3 A R i e e e EEE‘LZJI 32 4.18+1.55 5123610126  4.05+1.01
. i =fL4l 28 533x201  638.59+159.78  4.831.05
1.3.4  miR-20a J: TOP2A £l i 2408 3702 2,030
WAL 25 1 8 h s HGRR I 10 mL, R 155 al 0.015 0.001 0.005

i} 2% ¢ % 1 PCR (Real -time fluorescence quantita-
tive PCR, qRT-PCR) ¥l miR-20a J TOP2A , % H
2k A N Rk . IR E B miR - 20a
0.948~52.326, TOP2A 62.5~2 000 pg/mL, H/K T
Ref A s i 4 M /o
1.3.5 ARJFIFEEE

0 SR B U7 TR O) 1 R g it R g N K
R NI e 8 R 753 O n e X [ R/
1.4 Git#rik

K SPSS 20.0 e it B AF T gt o dr . it
TR (v 25) Kom R e K050, THBCR B n
(%) TR, R # K% . PLP<0.05 A2 %A 51T

2.2 JifiZhReERAT L

ARJE 14 H Wi4H ) PEF . FVC .FEV1 K TR
i, (HE LA = F8 bk T =LA, 2R A5t
0 X (P<0.05), W33,
2.3 NIV FR PR L

Wi ZH i) MDA \PGE-2 . Cor /K FE7EAR G 1d.3 d
FHHE T TR 4R /i 1d 2 BT o 5 R AR Ak 3, L
ARG 1d.3 dPALH =F8FK PR T —=fL4, 2=
A G L (P<0.05), W4,
2.4 Wit miR-20a I TOP2A %t I,

AL =ALHBRERF1d LARF3 A

®3 WAMINBERIRITLE (x£5)

Table 3 Comparison of lung function indexes between the two groups (x +s)

- PEF(L/s) FVC(L) FEVI1(L)
AT 1d AJE 141 A AH1d AJE 14 A AR 1d AJF14A
L 32 2.71+0.44 2.21+0.29° 1.95+0.35 1.42+0.26" 1.78+0.39 1.49+0.24°
—fLH 28 2.65+0.46 1.96+0.34" 1.91+0.36 1.21+0.28" 1.67+0.35 1.25+£0.27°
t 0.516 3.074 0.436 3.011 1.423 3.646
P 0.608 0.003 0.605 0.004 0.258 0.001
T SRR 1 dAH L, P<0.05,
R4 WAMHRBEITLE (v+s)
Table 4 Comparison of stress responses between the two groups (x +s)
- MDA (nmol/L) PGE-2(pg/mL) Cor(ng/mL)
ZHI1 o 5 5 N 5 5 N 5 5
Afrld  ARj51d  ARJ53d  Rfild AJild AJi3d AH1d AJild AJi3d

AL 32 5.71£1.65 7.73x2.17° 6.33x1.88" 102.52+13.81 181.26£22.93* 128.59+14.23" 67.25+14.11 96.35£23.28" 80.15£13.52"

=LA 28 5.79£1.58 9.82+£3.05" 7.99+2.18" 104.16£12.89 202.36+25.89" 153.48+18.57" 68.82+14.53 118.29+28.36" 94.51+25.44"
t{H 0.191 3.086 3.168 0.473 3.348 5.867 0.424 3.290 2.778
PH 0.849 0.003 0.003 0.638 0.001 <0.001 0.673 0.002 0.007

T S EAHAR 1 dA L, P<0.05; 5RIH ARG 1 d AL, "P<0.05,
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miR-20a Jx TOP2A YRR HT 1 d i 3 FEAG, 22 51
HGit2rmE L (P<0.05), HALAM=FLAARAT1d,

ARJG 1 d ZARJE 3 d H miR-20a & TOP2A W57
BTG L (P>0.05), W5,

x5 WHmMIR-20a K TOP2AFTEE (x+5)
Table 5 Comparison of miR-20a and TOP2A between the two groups (X +s)

5 . miR-20a TOP2A
ARHi1d RF1d ARG 3d ARHi1d RIg1d NSRRI
AL 32 2.58+0.34 1.11+0.17* 0.23£0.07* 1.71+0.54 1.14+0.27* 0.52+0.08"
—fL4 28 2.56+0.35 1.09+0.16" 0.2420.08" 1.72+0.55 1.12+0.27° 0.53+0.09"
1l 0.224 0.467 0.512 0.071 0.286 0.452
Pfi 0.823 0.642 0.607 0.944 0.776 0.653

0 SR AT 1 dAH I, P<0.05,

2.5 ARJGIHALIER I

Bl 1A LA & AR Il g 1 3], O
WO, MR A 6.25%(2/32) 5 =LA KPR
e 3 o], i ik gy 1, AN gk 1 ] e AL B
ORI H 10, Bk A2 25.00%(7/28) . PAfLAIA
JG I EARE BRI T =LA, ZRA G E X
(=4.118,P=0.042) ,

3 itip
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| A AR B AR A D T ik BE L PR A B T
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AT AR [ i, R A s
S0 AKX HLAR R B . PR &
P25 PGE-2 /K, FEARHUA Sz Dt . Cor A

UL 732 ML AT A S L 3 35 2 4 o
KA ARWFGE R, B4L) MDA \PGE-2 , Cor 7K F-
ARG 1 d.3 dM L FRARA 1 d E2RET G
FEARAE S, HARJS 1.d.3 d Bl —#84r /K1
T = AL, 32 I SRR X BIL AR 1 o 38 T 1

W52 &I, NSCLC /9 &ML 5 miRNA B H
AL R 45 52 8 A . miRNA A P PR AR 45 75
HUEE RNA, TEANE G5 T . b R kb 2
P A= 2 ad Rt v R B Y, R ) S 7
NSCLC %5 1f b 1 J5 VA (I PR 1297 h B 2 A
Mo miR-20a W] 38 5 ZFP AL 8 47 40 3 5 3%
KeAZ 38, A8 Z2 0 g & i AL o v B2 T o1
i BAT EZMAE . 58 & B miR-20a £ NSCLC
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TOP2A T8 5% 55 3 #2 vh 42 1 F 2k 22 DNA A FhAR
. 5P O RES Y oK PR 5 5 UL DNA
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Relationship between serum miR-28-3p, miR-23a and the prognosis and survival of non-
small cell lung cancer patients treated with radiofrequency ablation

QIAO Ling*, NIU Qianqgian, ZHENG Mengyao

(Department of Clinical Laboratory, Xinxiang Heping Hospital, Xinxiang, Henan, China, 453002)

[ABSTRACT] Objective To explore the relationship between serum miR-28-3p and miR-23a and
prognosis and survival in patients with radiofrequency ablation for non - small cell lung cancer (NSCLC).
Methods 92 patients with NSCLC who underwent radiofrequency ablation in Xinxiang Heping Hospital,
Xinxiang City, Henan Province from January 2019 to January 2021 were selected and divided into the survival
group (65 cases) and the death group (27 cases) according to the follow-up survival. The differences in serum
miR-28-3p and miR-23a levels were compared among patients with different clinical stages, different clinical
efficacies and different survival conditions, and the correlation of miR-28-3p and miR-23a with lung cancer
staging and radiofrequency ablation efficacy was analyzed. The ROC curve was used to analyze the optimal cut-

off values of miR-28-3p and miR-23a in predicting the survival of patients. COX proportional risk model and

KRB T BEAR S R (A2 2) T B (LHGJ201904235)
VWAL P E 5 WA 5 AT BEIRAETRA, 7, 37 4 453002
*iBAZAEF A%, E-mail : giaoling141319@163.com
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Kaplan - Meier survival analysis were used to analyze the relationship between miR-28-3p and miR-23a and
prognosis survival in patients with NSCLC. Results The expression levels of serum miR-28-3p and miR-23a in
patients with different stages: stage I >stage Il > stage llla (P<0.05). The expression levels of serum miR-28-3p
and miR-23a in patients with different clinical efficacies: local progression > incomplete ablation > complete
ablation (P<0.05). Spearman analysis showed that serum miR-28-3p and miR-23a were positively correlated
with the staging of lung cancer (P<0.05), and were negatively correlated with the efficacy of radiofrequency
ablation (P<0.05). By February 2023, there were no statistically significant differences in gender, age,
histopathological type, tumor location, and underlying diseases between the survival group and the death group
(P>0.05). There were statistically significant differences in tumor staging and serum miR-28-3p and miR-23a
(P<0.05). The levels of serum miR-28-3p and miR-23a in the death group were higher than those in the survival
group, with statistical differences (P<0.05). The ROC analysis results showed that the optimal cut-off values of
serum miR - 28 - 3p and miR - 23a in predicting the survival of patients with NSCLC were 10.18 and 1.03
respectively. COX analysis revealed that the high expressions of serum miR-28-3p and miR-23a were associated
with poor prognosis in patients with radiofrequency ablation for NSCLC (P<0.05). Kaplan - Meier survival
analysis showed that there was a statistically significant difference in the overall survival time between patients
with high and low expressions of miR-28-3p and miR-23a in patients with NSCLC undergoing radiofrequency
ablation (P<0.05). Conclusion Serum miR-28-3p and miR-23a are related to the tumor stage and clinical
efficacy of NSCLC patients undergoing frequent ablation therapy. These two indicators can be used to evaluate

the prognosis and survival of patients, and are worthy of promotion.

[KEY WORDS] Lung cancer; Radiofrequency ablation; miR-28-3p; miR-23a; Prognosis survival
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W5 T WIE:,P<0.05; 5 1T Wt 4, "P<0.05,
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Figure 2 Kaplan-Meier survival curve

SERSATIME LA 5E Aokt f0 o PR LT 0F — 2B DA S A
TH AlyA J7 X NSCLC £ 5 Tl J5 A= A7 1 Ol 1Y 5%
PR T 5000 AT 557 R LT A 2 W AR AL L S
HAEIE O

miRNA [ IfiL 17 & 35 7K V38 3 M B , il EL
R A R 1 TS AR A bR T
T YA 2 — . REENRM, Az 1k
Y7 1 I 968 5 1LY miR-126 . miR-449a 7K - 5 Hy
UL B AAEAR I, PRSI A2 52 Ml £8 8 A A7 R e ST TR
E N e A N 1 s RN NI 1797 g v Qi)
NSCLC 5 59 i il H 35 L7 miR-28-3p .miR-23a 3%
NP 22 A it 22 2 L, miR-28-3p .miR-23a
55 BE LA R PRI Y 350H 56 , 5 REAERIF I 45 A
12 KB miR-28-3p . miR-23a W] B H A VAL
NSCLC S5 8 @l AR 7 S e B . REAERIF Y
KIL, miR-28-3p 16 B ¥  F R MG 5 2 e b 2
SR IR HLRRNS AR R A R 28 R A



-+ 1578 - ATEW SR ARG 202349 A

H15E ol I Mol Diagn Ther, September 2023, Vol. 15 No. 9
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B TEA RIS B w1
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(# ZE] B FodERerkmiiEyr (MHD) 85 75 B 4E A0 E K N F (FGF-23) ik E AR
K F-1(IGF-1) . 4= B RAEFE L (SID 5 F A R AAHSCHE I IRTANE . Frik #2021 F4 7 &
2022 4F 9 A AT N REERE B P RH T MHD J8Y7 1) 3% 803 Bl RO AR LR SAE S A R4
FEFEARA (201 #]) AEEFEA R (602 41) o AP B M5 FGF-23 IGF-1 ., SI85U — M sk 25 53,
K FH —JC logistics [01 9 #7752 75 2 AR BB R, 37 280 TAERAE (ROC) £k , 3744 1L 3 FGF-23
IGF-1 ., SIT$5 £ sl 1964 %78 37 R R A W AN {8, 3159 1M 35 FGF-23 \IGF-1 . SII 48 % AL 7000 i 5L 1

R SRS R, AN B M3 FGF-23 | SILIS B0 5, IGF-1 /K- HIG , 2 R A G245 X

(=14.499 ,-15.291 .,8.313,P<0.05) . SAEEFARAFHEL, BFEA RAURTHEECEAR, SATH R K, iU
ZEANMLK LK R LR A, 22 A S84 X (1=8.070,—5.593 ,-4.896 ,—15.999, P<0.05) ., logistics [1] 1]
3T R AR S B B | B LR FGE-23 IGF-1., SIT 8402 8 5 8 B & 2L 52 IR 2 (P<0.05) .
FGF-23 .IGF-1.SIT 5% i 1864 Wi Hi5 A B a9 i 28 F i #2491 8 0.779 .0.778.0.672 .0.947 , FGF-23 .
IGF-1.SIL 5 HCEA AN 1565 TUN S 2R RIA —EIRRSE Ml 4t 1l FGF-23 . IGF-1.SI 842
MHD B#HE TR R AWM MmN R, —F l BA B E R R R A A —E RS S M E.
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Correlation and predictive value of serum FGF-23, IGF-1, and SII index with malnutrition
in maintenance hemodialysis patients

ZHANG Ling*, LIU Li, WANG Nana

(Department of Nephrology, the Second People’s Hospital of Hefei, Hefei, Anhui, China, 230011)

[ABSTRACT] Objective To explore the correlation between serum fibroblast growth factor (FGF-
23), insulin-like growth factor-1 (IGF-1), systemic immune inflammation index (SII), and malnutrition in
patients with maintenance hemodialysis (MHD). Methods The clinical data of 803 patients who underwent
MHD treatment in the Department of Nephrology, Hefei Second People ’ s Hospital from April 2021 to
September 2022 were analyzed, and they were divided into a malnutrition group (201 cases) and a non -
malnutrition group according to whether they were malnourished (602 cases). The differences in serum
FGF-23, IGF-1, SII index and general data were compared between the two groups, the factors affecting
malnutrition were analyzed by binary logistic regression, and the receiver operating characteristic (ROC) curve
was established. The predictive value of serum FGF-23, IGF-1, SII index alone or in combination on
malnutrition was evaluated. The optimal predictive threshold value of serum FGF-23, IGF-1, and SII index was
calculated. Results Compared with the non-malnutrition group, the malnutrition group had higher serum
FGF-23, SII index, and lower IGF-1 levels, with a statistically significant difference (r=14.499, —15.291,
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8.313, P<0.05). Compared with the non - malnutrition group, the malnutrition group had lower body mass

index, longer dialysis time, lower blood creatinine, red blood cell levels, and lower upper arm muscle

circumference, with a statistically significant difference (1=8.070, —5.593, —4.896, —15.999, P<0.05). Logistic

regression analysis showed that body mass index, dialysis time, upper arm muscle circumference, FGF-23,

IGF-1, and SII index were influential factors for the occurrence of malnutrition (P<0.05). The area under the

curve for predicting poor prognosis with FGF-23, IGF-1, and SII index alone or in combination was 0.779,

0.778, 0.672, and 0.947, respectively. Conclusion

Serum FGF-23, IGF-1, and SII index are independent

influencing factors for the occurrence of malnutrition in MHD patients. The three factors alone or in combination

have certain clinical reference value in predicting the occurrence of malnutrition.

[KEY WORDS]

Systemic immune inflammation index ; Protein energy consumption
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ik PR R R R A TN S RN R AR bRk
Yy, FTLLRBIRUN 3 SR A R i /& MHD 3%, 7
PIFRT90, 6ok MHD & e BoA B a3,
Ifil 7§ FGF-23 (fibroblast growth factor 23) | IGF-1
(insulin-like growth factor 1) il 4= & 4 & % i 18
. (Systemic Immune - Inflammation Index, SII) 5
MHD £ 35 1) 95 9 ™ 5 B2 285 DIAR OG0 PR AR
5% )t f & 1L7 FGF-23 \IGF-1 ., SII 48 % 5 MHD
B E T R B EF AT IR S T

1 BRETE

11—k

PE 2021 4F 4 A & 2022459 H FAIETHE A
FEE B 1 BT B L MHD YA 7 19 B3 803 il .
g ABRAE : O 18 JH 2 LA L s @B Hr it [H] #E 6
MAULE(E 64 ) ; Q3 Ml S 4 F5 4 2~3 I/
JE,3~4 bR ; @EFEA B EBE A LN
10% , Ifi. LEFAE 618 wmol/L LN (5 618 wmol/L) ;
SVRRE A H 10% AN AR B s 07 23 ke LA L il
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HEBRARAE : O I W I8 S5 T FELEH s @FEAE I
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A H G WE K B R A S0 A A ™ FORS p
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Maintenance hemodialysis; Fibroblast growth factor; Insulin like growth factor 1;

TEERARINERARA 01 4)) AFERAR
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(prealbumin; PA)< 300 mg/L ¥, [fi. 75 &l JH [# £ <2.59
mmol/L " AR — IR HE R S5 o B AR 46 4L
(BMD)<18.5 kg/m’, SRR T AR B E &
P R e R B S SRR O, A
BEREFRIL, KIEVRANE . R EFELT
G UL EARf— T sk 2 I dg b5, W AT L2 W E SR A
R, WEERNE, ERARNESHTRELS S BHE
RS AT T R VIR SFE N R TG
il QORI A 15 225 I # KL 3 mL, 2.0
24210 cm, 3 000 r/min 50> 10 min, B E W, SR
ELISA B4 1l i FGF-23 IGF-1 /K-, 3 &t A
TSR A RA T . QST RIERH
SN, R P St M AL o3BT £ 3 i T4 P
L2 T ESORN Ik L A R, T STTAE K, 42X
4+ SIT = PXN/L, Horfp PN I L 43 54 1 ] o )
IIRANY 7 -y O Al 2% et R A B Y N R
1.3 Giil2eabm

K SPSS 22.0 Ge T8 17 548 43 #r , 1AL
TR n (%) =os 64T ¢ B3 £F 6 IE & 4310 1
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2.1 WH4LEF s FGF-23 IGF-1 . SIL 5%k b %
HAREFEARHML, EFRA R AL0TE FGF-23
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SHFRECH & , IGF-1 KPR, 2R A gt E X
(P<0.05), W1,
#®1 WHBHZFME FGF-23 . IGF-1. S IEHILLE: (v +s)
Table 1 Comparison of serum FGF-23, IGF-1, and SII

indexes between the two groups of patients (x s )

E2i il n FGF-23(pg/mL) IGF-1(pg/L) SII(U/mL)
BRANRA 201 53.12+20.14  114.62+30.24 615.45+273.68
PEFEARA 602 31.62+17.51  161.43+£39.72 462.43+207.65

il 14.499 -15.291 8.313

P <0.001 <0.001 <0.001

2.2 MHBH —REORHE

PR 2L AP AR VR R A [
M/NAR AR, 22 5 gt i L (P>0.05) 5B
FEA R, B IR R AR BRI, B At
) 5K oL AL 21 200 7K 7 DA R b L R B AIG
ZEFAEGIFE L (P<0.05), L2,
2.3 FEMBREEFRA R KA logistics [ 5317

DIAAR 46 K a3 A s 8] L i UL 2040 L e
JLFEl \FGF-23 \IGF-1.SIL {5 %k A 45 &, LU IR A
RAFOL (K A=1, K& HE=0) P AE i, logistics [7]1H
I3 M R R R AR B B A 1] | R UL FGE-23 |
IGF-1 . SII $5 %02 5 32 A R & AE 1 52 R 3 (P<
0.05), W33,
2.4 FGF-23 IGF-1 ., SII $5 %0 s B i 75 77
AR ROC HhZ 7 #r

% FGF-23 . IGF-1 . SII 45 %7 A —.Jt Logistic
SRS Hh 2, 45 5 n] 1, FGF-23 \IGF-1 . SIT 15 %%

F2 MABREFE-RABLER [n(%), (xs)]
Table 2 Comparison of General Information between the

Two Groups of Patients [n(%), (x+s) ]

s HREARY BREARY
TR R e
il 0.050 0.823
5 109(54.2) 321(53.3)
I 92(45.8) 281(46.7)
AR (%) 59.46+8.39  60.00£8.39 —0.784 0.433
R £ (kg/m*) 20.12+2.01  2245%2.14 —13.566 <0.001
HZ S 0.631  0.427
g 106(52.7) 208(49.5)
= 95(47.3) 304(50.5)
el 0.155  0.693
= 88(43.8) 254.(42.2)
i 113(56.2) 348(57.8)
FENTHTE ) 30.1246.85  2645x510  8.070 <0.001
BB E EE (mmol/IL)  3.91+0.74 4.01£0.85  -1.490 0.137
I U (pumol/L ) 741.42+298.65 871.65+281.43 —5.593 <0.001
2L 4 if (X10°/1) 3.42+0.81 3.7420.80  —4.896 <0.001
I /MR (X10°/L) 175.43£32.45 170.62+35.64 1.693 0.091
R JILEE (mm) 20.14+2.01 22.75+2.00 —15.999 <0.001

PR IBE A TN S AN K R 2T AR A Ak
0.779.0.778.0.672 .0.947 , FGF-23 . IGF-1 ., SII #§ %1
Bl IS TN E R OR R — E IWIR S M
. WEA E1,

3 it

AR R YR, 5SIFEFRAN LA, S
AN K 4H M3 FGF-23 . SIL 5 40 3 & , IGF-1 /K P o
K, ZFA G L, LTS FGF-23 1E18 1 B i

3 FMEEEFAREENR logistics BT 4T

Table 3 A logistics regression analysis affecting the occurrence of malnutrition in the patients

BfH S.E {4 Wald {& H & Exp(B) 95% CI P8

PR T 48 %k -1.095 0.220 24.764 1 0.334 0.217~0.000 0.515
BT[] 0.373 0.062 36.352 1 1.452 1.286~0.000 1.640
I LT -0.002 0.001 3.202 1 0.998 0.995~0.070 1.000
2141 fifd -0.073 0.438 0.027 1 0.930 0.394~0.868 2.193
R gillNGE| -1.186 0.197 36.395 1 0.306 0.208~0.000 0.449
FGF23 0.109 0.020 28.420 1 1.115 1.071~0.000 1.160
IGF1 -0.063 0.015 17.832 1 0.939 0.912~0.000 0.967
SII 0.010 0.002 28.894 1 1.010 1.006~0.000 1.014
W 37.466 5.207 51.766 1 1.867E+16 0.000

&4 FGF-23.IGF-1.SIEHHME A R 8 ROC H £ 531
Table 4 ROC curve analysis of FGF-23, IGF-1, and SII index alone and jointly predicted malnutrition

56 45 SR AUC SE AEFEEL cut-off {4 U RSB 95% CI P{E
FGF-23 0.779 0.048 0.432 31.710 0.915 0.517 0.742~0.816 <0.001
SII 0.672 0.039 0.323 680.660 0.423 0.9 0.626~0.718 <0.001
IGF-1 0.778 0.044 0.497 161.100 1 0.497 0.742~0.814 <0.001
JiFey 0.947 0.002 0.731 0.121 0.955 0.776 0.933~0.961 <0.001
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Observation on the curative effect of Yupingfeng combined with glucocorticoid in the treat-
ment of allergic purpura and its influence on the expression of related inflammatory factors
ZHU Jieli'*, JI Jingjing', FANG Fangfeng®, AN Yongtao'

(1. Department of Dermatology, Funan County People’s Hospital, Fuyang, Anhui, China, 236399; 2. De-
partment of Dermatology , Yibin First People’s Hospital, Yibin, Sichuan, China, 644000)

[ABSTRACT] Objective To explore the efficacy of Yupingfeng combined with glucocorticoid (GC)
in the treatment of Henoch-Schonlein purpura (HSP) and its effect on the expression of related inflammatory
factors. Methods Eighty children with HSP were divided equally into two groups for control test, the control
group was treated with GC, while the experimental group was given Yupingfeng therapy on the basis of the
control group, the total amount of hormone reduction, cure rate and the number of recurrent cases were ob-
served. Before and after treatment, the expression levels of IL-2, IL-4 in peripheral blood between the two
groups were tested, and the expression of glucocorticoid receptor alpha (GRa ) was tested by immunohisto-
chemistry, the differences between the two groups were compared. Results The amount of hormone used,
the cure rate and the number of recurrent cases in the experimental group were significantly better_than those in
the control group (P<0.05). After treatment, there was no significant change of IL-2 and IL-4 levels in the
control group, while the expression of IL-2 increased significantly and IL-4 decreased significantly in the ex-
perimental group (P<0.05), the difference between the two groups after treatment was statistically significant

(P<0.05). There was no significant difference in the expression of GRa in peripheral blood mononuclear cells

A7 A BR A KT KA (81260593)
EE A1 BB AR E R BRA, 28, 5 1 236399

2. REWH—ARKER LKA, W, & &£ 644000
AT F R EW, E-mail : Zjl19781100@163.com



-+ 1584 - ATEW SR ARG 202349 A

H15E ol I Mol Diagn Ther, September 2023, Vol. 15 No. 9

(PBMC ) between the two groups before treatment. After treatment, the expression of GRa in the control group

decreased significantly, the difference between before and after treatment was statistically significant (P<

0.05) , while the decrease in the experimental group was not significant (P>0.05), after treatment, the expres-

sion in the experimental group was significantly higher than that in the control group (P<0.05). Conclusion

Yupingfeng combined with GC is effective in the treatment of HSP, which may be related to the immune regu-

lation of Yupingfeng and the enhancement of the expression of GRa in peripheral blood mononuclear cells.
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Figure 1 Expression of two groups GRa under the

microscope (HE, x 400)
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Application of blood cell histogram combined with blood smear analysis in the diagnosis of
malaria

LIU Wenxiong'*, QIU Minghao®, MAO Yuanke®, MO Shanying', LUO Guolan', LAI Junhua', JIANG Lijun’,
DR Chaibou Salaou®, Ali Chaibou Moctar®, Abdel Salam Boukary Saiba®

(1. Department of Medical Laboratory, Liuzhou Workers’ Hospital, Liuzhou, Guangxi, China, 545005; 2.
Department of Medical Infection, Liuzhou Workers’ Hospital, Liuzhou, Guangxi, China, 545005; 3. Department
of Stomatology, Hezhou People’s Hospital, Hezhou, Guangxi, China, 542899; 4. Department of Intensive
Care, Liuzhou Workers’ Hospital, Liuzhou, Guangxi, China, 545005; 5. China aided the construction of the

Laboratory of Niger Comprehensive Demonstration Hospital , Niger, Niamey)

[ABSTRACT] Objective To explore the method of detecting plasmodium with blood cell histogram
and blood smear microscope of BC-5300 blood cell analyzer. To provide a reference for the diagnosis of malaria
in Niger General Demonstration Hospital aided by China. Methods 450 samples were selected and divided
into A, B, and C three groupd based on whether the white blood cell histogram is abnormal and the fever.
Patients with fever, body temperature >38°C , and blood routine white blood cell histogram with abnormal

expression or results with abnormal alarm information are group A. Non-fever patients with body temperature <
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37C and abnormal expression or abnormal alarm information in blood routine white blood cell histogram are
group B. Non-febrile patients, body temperature <37°C, and blood routine white blood cell histogram without
abnormal expression or results without abnormal alarm information are group C. Plasmodium was detected under
a microscope after Giemsa staining. Results Among the 150 patients in group A, 142 cases of Plasmodium were
detected under the microscope, with a positive rate of 94.67%. Among the 150 patients in group B, 139 cases of
Plasmodium were detected under the microscope, with a positive rate of 92.67%. Five cases of Plasmodium were
found in 150 patients in group C under the microscope, and the positive rate was 3.33%. The detection rate of
malaria parasite in group A and group B was significantly higher than that in group C, the difference was
statistically significant (r=239.797, 250.353, P<0.05). There was no statistically significant difference in the
detection rate of malaria parasites between groups A and B (#=0.506, P>0.05). Conclusion The method of
using BC-5300 blood cell analyzer combined with blood smear microscope to detect malaria parasites can make a

simple and rapid diagnosis of malaria, especially in the areas with high incidence of malaria, which has more

clinical significance, and is worthy of application and promotion in foreign aid medical work.
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Analysis of the results in non - invasive prenatal DNA testing in pregnant woman with
uterine myoma

XIE Pinglin', CHEN Peisong**, YU Xuegao®, FANG Bingxiong', ZHUANG Beili'

(1. Precision Medicine Centre, Pu’ning People’s Hospital, Pu’ning, Guangdong, China, 515300; 2. Department
of Laboratory Medicine, the First Affiliated Hospital of Sun Yat-sen University, Guangzhou, Guangdong,
China, 510080)

[ABSTRACT] Objective To explore the effect of uterine myoma (UM) on the results of non-invasive
prenatal testing in pregnant women. Methods The results of non - invasive prenatal DNA testing of 3876
pregnant women in the First Affiliated Hospital of Sun Yat-sen University from April 1, 2020 to December 31,
2021 were retrospectively analyzed. The test results of 361 patients with uterine myoma and 3 515 healthy
people in the same period were compared and analyzed. Results The positive rate of non-invasive prenatal
testing in the UM group was 3.32% (12/361) , which was significantly higher than that in the control group
0.68% (24/3 515), and the difference was statistically significant ( ¥’=24.82, P<0.05). The false positive rate of
2.79% (10/359) in the UM group was significantly higher than that in the control group 0.31% (11/3 502), and
the difference was statistically significant (¥°’=36.76, P<0.05). The sensitivity and negative predictive value of
NIPT in the UM group were as high as 100%, but the specificity was 97.21% (349/359) lower than the 99.69%
(3 491/3 502) of the healthy group, and the positive predictive value was 16.67% (2/12) , which was
significantly lower than 54.17% (13/24) of the control group. The positive predictive value in chromosome 18
and XXX was as low as 0; the false positive results in the UM group were mainly trisomy 18 and XXX.
Conclusion Non-invasive prenatal DNA detection has high application value in fetal chromosomal aneuploidy

detection in pregnant women with uterine myoma. However, it has the problems of high false positive rate and
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low positive predictive value. Positive results need to be comprehensively judged in combination with prenatal

diagnosis and clinical manifestations.
[KEY WORDS]
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Thrombologram combined with platelet count to guide the clinical effect of plasma infusion
in patients with traumatic blood loss

PANG Hui*, WANG Xiaoying, ZHANG Jian

(Department of Blood Transfusion, Taihe County People’s Hospital, Taihe, Anhui, China, 236600)

[ABSTRACT] Objective To explore the clinical effect of TEG combined with platelet count (PC) in
guiding plasma infusion in patients with traumatic blood loss. Methods A total of 98 patients with traumatic
blood loss admitted to Taihe County People’s Hospital of Anhui Province from December 2019 to December
2022 were selected as the study objects, and were randomly divided into a combination group and a control
group by random table method, with 49 cases in each group. The control group was guided by PC monitoring
for plasma infusion, including fresh frozen plasma, red cell suspension and platelets, while the combined group
was guided by TEG monitoring on the basis of the control group. The dosage of fresh frozen plasma, red cell
suspension and platelets during plasma infusion was compared between the two groups. Activated partial
thromboplastin time (APTT), plasma prothrombin time (PT), thrombin time (TT) and fibrinogen (FIB) were
compared between the two groups. Blood loss and bleeding time within 1 day after plasma infusion were
compared. Results After plasma infusion, the usage of fresh frozen plasma, red cell suspension and platelets
in the combination group was lower than those in the control group, with statistical significance (r=28.393,
0.998, 17.323, P<0.05). After plasma infusion, APTT, PT and TT levels in the two groups were lower than
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before plasma infusion, and FIB levels were higher than that before plasma infusion, and the change range was

greater in the the combination group, with statistical significance (r=10.740, 4.973, 8.251, 11.242, P<0.05).

The blood loss in the combined group was lower than that in the control group within 1 day after plasma

infusion, with statistical significance (r=15.571, P<0.05). Conclusion TEG combined with PC guidance on

clinical plasma infusion in patients with traumatic blood loss is better than that of platelet count guidance alone,

and the blood loss after plasma infusion is less, which has certain value for clinical guidance on plasma infusion

in patients with traumatic blood loss.

[KEY WORDS] Thrombologram; Platelet count; Traumatic blood loss; Plasma infusion; Clinical effect
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Correlation of blood lipids, NLR and HCY levels with the occurrence of cognitive

dysfunction in ischaemic stroke patients after treatment
WU Yuyan*, SHEN Zhilong, WANG Bin
(Department of Neurology , Huangshan Shoukang Hospital, Huangshan, Anhui, China, 245000)

[ABSTRACT] Objective To investigate the correlation between lipid, neutrophil-to-lymphocyte ra-
tio (NLR) and homocysteine (HCY ) levels and the occurrence of cognitive dysfunction in patients with isch-
aemic stroke following treatment. Methods Sixty-eight ischaemic stroke patients admitted to Huangshan Shu-
kang Hospital from January 2021 to January 2022 were selected, and the patients were divided into a PSCI
group (34 patients) and a non-PSCI group (34 patients) according to whether they developed cognitive dys-
function (PSCI) within12 months. Results The level of HDL-C in the PSCI group was lower than that in the
non-PSCI patients, and the level of LDL-C was higher than that in the non-PSCI patients, and a statistically
significant difference was observed (P<0.05). The levels of neutrophils and NLR in the PSCI group were high-
er than those in the non-PSCI group, while the levels of lymphocytes and HCY were lower than those in the
non-PSCI group, with statistical significance (P<0.05). The ROC curve showed that the areas under the curve
of NLR, HCY, HDL-C and LDL-C were 0.834, 0.919, 0.836 and 0.733, respectively, which had good pre-
dictive value for the diagnosis of PSCI. The occurrence of PSCI in ischemic stroke was positively correlated
with the levels of NLR and LDL-C, and negatively correlated with the levels of HCY and HDL-C. Conclusion
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The four indicators of NLR, HCY, HDL-C, and LDL-C have good predictive value for the diagnosis of cogni-

tive impairment occurring in ischaemic stroke.
[KEY WORDS]

density lipoprotein-cholesterol ; Low density lipoprotein-cholesterol
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AR5 28 e R A PR B AL i
1.2 AR

O AP E 2 P G A 2645 5 (2018
F) )P e e i A A A S P B2 Wik ifE s @45 CT

Stroke; Cognitive function; Homocysteine; Neutrophil to lymphocyte ratio; High

o E MRI KA A2 Ry i i A A v s @ B 5
IR IR TR @B E RR MG AR B E .
1.3 HEBRARiE

OFIEEMEEE O/ L I BER
G s D UE IR k2L 1A 2o s @At R R 5] i
OINAN R
1.4 SRS My ik
1.4.1  SC5E I RS TS kel

TEREIRIT 1240 H R 2 I8 # kil 5 mL,
% B0 (3 500 r/min, B> 15 min, 5.0 F RN 8
em) J5 , BB 203, 48 H 4 A 3 A A o3 A A0 e
U IS F5 B, EL4E H Il =B (triglyceride, TG) |
54 JIH [# i (total cholesterol, TC) . i 2 I8 & 11 -H
[ % (high density lipoprotein-cholesterol, HDL-C) .
IR %% Ji Big 5 - I [#] % (low density lipoprotein-cho-
lesterol , LDL-C )4,
1.4.2 Il Hey /K-FR

fi A &G T 12 A )5 25 18 fh BUER Bk i 5
mL, 2.0 5 (3 500 r/min & 0> 15 min, & 0245
8 em) BUIMLIE o R FH A P4 Bl 2% 0 2 1M % Hey
K
1.4.3  PERIIA Ok B A0 AR ONLR Eb R0

FIE AT B IR 9T 12 4 H 5 25 18 3 B ik 1
5 mL, &0 (3 500 r/min .0 15 min, #0242 H
8 cm) JF UMW o >R R A4 A 4k 43 A0kl
Hh R A AT A I T A M Tk, T NLR LB T
HEATXTEE o
1.5 HiteEik

K SPSS 26.0 e it #AF it AT ge it oo it
R (2 £5) Fom , L8] S AL NG A R k37 ¢
Ko o SR A2 TAE R 1E (ROC) M £k 43 At
NLR .HCY .HDL-C ,LDL-C Xt ifit 14 i 25 o 5 A
1 Iy B B A E B 1 S80I 6 {8 , SR JH Spearson AH ¢
43 M 35 40 7 PSCI & 4= 5 NLR , HCY . HDL-C
LDL-C (Y AH I (r (B IEAE, AR RN IEA G,
rE R AR, A OC R A FARDG, H rfE43E-1 51
B, UL EH I Z (R ZRPE O R R ) . DL P<0.05 4
ZR ARG E L,
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2 #HR

2.1 Wil ie e bR Hbig

PSCI 4 & A1 PSCI 41 /) TC . TG /K-FAH LE ,
ZRIGHF5 X (P<0.05) ; PSCI 41 HDL-C /K
ik 74E PSCI 41, LDL-C /K- TE PSCL 4 , 22 5+
HAG 2 X (P<0.05), W1,

F1 FAMASIERITEE [(+s), mmol/L ]
Table 1 Comparison of blood lipid indicators between the

two groups [ (X+s), mmol/L ]

2153 n TC TG HDL-C LDL-C

PSCI4] 34 4.23+0.89 1.86+0.37 0.90£0.10° 2.81x0.33

JEPSCIZL 34 4.15£091 1.88+0.31 1.05£0.11 2.41+0.44
t{H 0.366 0.242 5.883 4.241
P 0.715 0.810 0.000 0.000

22 PR PRI AT I A0 ONLR (HCY 7K
XF L
PSCI 21 Hh ¥R 4H it \NLR 7K F- 25 T4 PSCI
2, MR HCY K& T4 PSCIL A, 22 57 HoA
it EE L (P<0.05), W& 2,
F2 FARK AN, B A NLR HCY K X
(x=+s)
Table 2 Comparison of neutrophil, lymphocyte, NLR and

HCY levels between the two groups (x+s)

4L " E(er%offLE)H Yﬁx?o‘ﬁ?? NLR (;LII;II(():IY/L)
PSCI4] 34 8.12+1.61 201x0.68 3.92+1.51 12.10+3.84
JEPSCIZ 34  6.11x1.33 2362072 2.81+0.90 19.51+3.91

i 5.612 2.061 3.682 7.884

P 0.000 0.043 0.001 0.000

2.3 NLR.HCY.HDL-C,LDL-C /K% PSCI f
Wi E

ROC {14k 7% ,NLR .HCY .HDL-C .LDL-C
i 28 1R 23 531 °h 0.834.,0.919,0.836,0.733 , 7%
PSCI FizWi A RAFpy Bl . L3 3 (& 1.

%3 NLR.HCY.HDL-C.LDL-C 7k 3¢ PSCI #9i2 B /&
ROC Hi & 531
Table 3 ROC curve analysis of diagnostic value of NLR,
HCY, HDL-C and LDL-C in PSCI

PN Wik 95% &5 1X i)
BRE AR ER BRI Wi Sigd ————

TRR ERR

NLR 0.834  0.052 0.000 0.732 0.936
HCY 0919  0.032 0.000 0.857 0.981
HDL-C 0.836  0.049 0.000 0.740 0.931
LDL-C 0.733  0.061 0.001 0.613 0.852

Hra: FEIESERE T 5 b BB LTA=0.5,

100
HCY

80 HDL-C
i NLR
# 60 LDL-C
&
(=3
=)

20

0 20 40 60 80 100
100 45 57
1 ROC Hi%k

Figure 1 ROC curve

2.4 g PEmZEH PSCI %/ 5 NLR HCY HDL-C,
LDL-C /K- i AH G 1

Bl i G 25 PSCI % 4= 5 NLR \LDL-C 7K -
SEIEAHE (r=0.492,0.444 , P<0.05) , H NLR AH 6%
L AH P54 5 5 HCY \HDL-C 7K 3 5 1 A 56 (r=—
0.777,-0.579, P<0.05) , H HCY #H &% It HDL-C
FHER

3 it

SR PG A v SRR A B A BT, R AR R
UL — R o AR, B TR R R A T
J5 2R AR DL K N 3 34 A 3 T 1269535 1
R R BRI R e BEE IR R
(R AN T 22 25 8 P i A v BB R T P AT R
KART . BFFE R, D0 B A 2 dle ot 1 M 2 v
UL FF A E ™ o i 2 2B AR A 5 min B T i
AT A, B R S D RE B B R L 5
A H Ty BE 1 B A o DA 1 T R I A R 4 B ) R
FE T RS AR

AHFFE L5 F 7R, PSCI 20 HDL-C 7K A% T3k
PSCI 4 ,LDL-C 7K~V T4 PSCI 4H . 4% I in 5
FEMA 4 A B3 & B, I HDL-C /KF 5 3
NS 53 2 (B AE S 2 1 TR G IR 3 th s A8
HDL-C 5 & 09 M & # g 10 HoA R A6 6%
AR, SRR T e 23 il A5 Sl A 10 KPR R TR
R, RE 3 1 i 2 A 2 A0 i A AT 5 1) R At
g/ AT BE I T 480 28 0 20 B AE T B IRV , X i
H AT BERE A TS . RS AT R
EAE S R M i A PR A D RERR AR 0 & AR
HDL-C .LDL-C /KA 6. iR 5 A UG 45
A —3, ZpT)E A LDL-C e BE s, By ik AL
BT B R B , 15 A sl IR L o ke it A g A
Wk A IR R A M R A BIIAL X, 3B A 5403 G
SRR, 7R A K R, Ik — 25 i = AR A
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B, T EO AN IR T, IR A5 B BRI R
IRIETIRE

AHF5E 45 5 @ 71, PSCI 2 v Mk 40 il NLR 7K
- 44 155 F9E PSCIL AL, Itk L 40 il \HCY /K I TR
PSCI 4 ; ROC £k 25 5 .7~ , NLR \HCY £ T 1
T304 0.834,0.919 , ¥4 X e i, 4 1o 4 o 5835
AR BT 2 W B A R 47 5 T 4 5 Spearson
AHIEHE S B & B, Gt a4 A A< v PSCT % 2E 5 NLR
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HCY FF B i s 4 v IA N D RE B A2 W 2L A
—E MR E X o WS FRET, NLR S i i 78 5 95
BE NS NERE R, Z2matsERm|T,
NLR 5 Z Ff [ R 24545 535 09 AH SC 1, 4n 1o A 58 95
TR RRAET R B IEN LA, [k
5% 5 AW 55 25 A — B0, M R AT RE A
(O e ot A i A v 5 8 2 T i 40 2] 0 SR e
AR MU P AR S A O EE BB 40 , 24 RAE A
FE A58 3k BEL s B, ik 453 473 )5 A B 1T B 45 /)N . NLR A
R BT G AE bR W, HKOE T Ul B A v R
PR R A S 1 0 T, 4 5 3500 i 5 4 403 0 b 24258
P A8, 458 45 5 kg 7™ R T IN B AS Y
AR, QHCY J& i A 2R FF SLE B, nl 55
INHI T BE B 15 & A AU, H s B A BEAIL ) v] RS
K1 HCY 375 3 10 S8 A0 R 3L PN B2 T RERR A
ST U LA AR A DL K P R I R A G T
78 PR R 463473

g5 BTk ki P ik A5 v PSCL & 4= 5 NLR
LDL-C 7K°F 2 IE#H2¢ , 5 HCY \HDL-C /K & i
A1 ,NLR \HCY .HDL-C ,LDL-C DY 485 X 5k 1t
PE i 2 v AR DN HT B A 32 W B R4 A
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PR R A I T B SIRT1 . IL-19 [ 3& ik %) ili
FE LI E AL (8

%i}%a'ﬁl‘“ 77—1‘1‘%1

(& ZE] BH W ReEE R MaE R oiBE B R 1(SIRTD) T4 2 -19(1L-19)
A 2R X Il S RE T PEA5 (8. A3k 40 2020 4F 1 H & 2022 4F 12 H 4 BERF R 24 Rk 1 22 15 B i
TR P PR BEIE AR 102 AR DB FT AL, DO LR AR5 A 5T 5 500 TR 10 81 e I il 0 5 AL 1 2R 4 7 5
Jili 76 9 e 1) A PR 2 BRE 102 01 4 S 6 IEZH . SR FH it U6 G 28 W BRI G (ELISA) 325 0 Jili 36 38 V% W
SIRT1 A1 TL-19 {33k K-, R I DI REAFR UGS 1 #0H SR A FL(FEVL) JH F1 i i & (FVC) \FEV1/
FVC% .FEV1 (5 BliHE & 43 Ltk (FEV1% pred) , 4405 i D) 68 48 A5 %) Ik 85 0E J 35 Il D BEHEAT 40 P . WREE L
B RF AT 20 AN R 0 B 3 9 RV SIRTL \TL-19 Y 1K 7K KBl Dy REFE A 25 52, LA KOS [R) i By g 432 14 DR
BT AR VAL VRV SIRTL \IL-19 (YRR /KT 22 57, 4317 PREEAE A8 2 Il v E PR iR SIRT1 \IL-19 My 33k K
F SN RETEAR ARG . S5R BT E MMl PR SIRT (IL-19 (257K - b 2 & T4 R,
EZR A5 E L (1=22.096.16.316, P<0.05) . W 5% 241 & & 1) fili D1 fig 48 b5 FEV1 . FH Jj fili % & FVC .,
FEV1/FVC% .FEV1% pred ¥ it Z5 Ik T X B2, 22 59 A Se 1127 3 L (1=7.800,14.905 . 18.077 . 25.669 , P<
0.05) o A [F I Sh 23 2% 4 JRFTEAE H 25 I 760 Ve SIRTL \IL-19 192835 K - LU A2 . I Tl g 3 ge>Mti i fik 2
P>BLIAE 1 9. TFoT 2H 5 35 Il 0 3 PE WK SIRTL . IL-19 19 38 ik 7K F 5 i /) f 4§ #% FEV1 .FVC .FEV1/
FVC% .FEV1% pred 2 i 3 1 A1 56 (r=—0.199 . —0.624 . —0.546 . —0.590 , r=—0.571 . —0.711 . —0.603 . —0.498 ,
P<0.05). Z5it  JRFFAE B AN VE M SIRT (IL-19 A9k /K L3R, i 2k d W b, il o) i sk
25 , W PRTGIE 8 I D e HA — o R TR0 AG

[REIA]  IREEIE; MR DORGE BT 1; 4l R -19; mah6e

Expression of SIRT1 and IL-19 in alveolar lavage fluid of patients with uremia in predict-
ing and evaluating pulmonary function

CHENG Jianmeng' **, WAN Yufeng'

(1. Department of Respiratory and Critical Care Medicine, Huai’an Hospital, Xuzhou Medical University,
Huai’an, Jiangsu, China, 223003; 2. Lianshui County People’s Hospital affiliated to Kangda College of Nan-
jing Medical University , Huai’ an, Jiangsu, China, 223400)

[ABSTRACT] Objective To study the expression of silent information regulator 1 (SIRT1) and in-
terleukin-19 (IL-19) in alveolar lavage fluid of patients with uremia for the prediction and evaluation of lung
function. Methods A total of 102 patients with uremia admitted to the Huai’an Hospital, Xuzhou Medical
University from January 2020 to December 2022 were included as the study group, and 102 volunteers who
matched gender, age and body mass index to obtain 102 non-uremic patients who underwent alveolar lavage
due to exclusion of suspected lung diseases during the same period were recruited as the control group. The ex-
pression levels of SIRT1 and IL-19 in alveolar lavage fluid were detected by enzyme-linked immunosorbent as-
say (ELISA). The forced expiratory volume in one second (FEV1), forced vital capacity (FVC), FEV1/
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FVC% and FEV1% pred were obtained by pulmonary function instrument. The pulmonary function of uremic pa-
tients was graded according to pulmonary function indexes. The expression levels of SIRT1 and IL-19 in alveolar
lavage fluid and the differences in pulmonary function indicators between the study group and the control group,
as well as the differences in the expression levels of SIRT1 and IL-19 in alveolar lavage fluid of uremia patients
with different pulmonary function grades were observed and compared. Correlation between expression levels of
SIRT1 and IL-19 in alveolar lavage fluid of patients with uremia and pulmonary function indexes was analyzed.
Results The expression levels of SIRT1 and IL-19 in alveolar lavage fluid of patients in the study group were
significantly higher than those in the control group, and the difference was statistically significant (r=22.096,
16.316, P<0.05). The pulmonary function indexes FEV1, forced vital capacity FVC, FEVI/FVC% , and
FEV1% pred in the study group were significantly lower than those in the control group, and the differences were
statistically significant (1=7.800, 14.905, 18.077, 25.669, P<0.05). Comparison of expression levels of SIRT1
and IL-19 in alveolar lavage fluid of uremic patients with different pulmonary function grades: pulmonary func-
tion grade 3 > pulmonary function grade 2 > pulmonary function grade 1. The expression levels of SIRT1 and IL-
19 in alveolar lavage fluid of patients in the study group were significantly negatively correlated with pulmonary
function indicators FEV1, FVC, FEV1/FVC% , and FEV1% pred (r=—0.199, —0.624, —0.546, —0.590, r=—
0.571, —0.711, —0.603,—0.498, P<0.05). Conclusion The expression levels of SIRT1 and IL-19 in alveolar la-
vage fluid of patients with uremia were up-regulated, and the more obvious the up-regulated expression was, the
worse the lung function was, which had a certain predictive value for the lung function of patients with uremia.

[KEY WORDS]
19; Lung function

Uremia; Bronchoalveolar lavage fluid; Silent information regulator 1; Interleukin-

PREGIE PR LA E WG, S i Z i
P T B B ™ E A D RE B, LR R G =
T EBREE DB RS I REEE R K
FR IR P PRIMESE 22 Fh 4 Btk o Bl e i
718 B R 1 P P G R R 13K 10.8% , S A A 1
N R FREE , A MBEEAR J0YT RN BT
B = AFRE AL, R B S S IR 5 R RN
PREFAE o PREFAE B FL A 14 VB Ao 7™ o i 5 N IR
FEAR SO B, S me B 2 AR TR i, 45 R R
JE DA Kottt R DU G, A ST A s FHER i N
B CRATEYE A, 18R TR N T S
i Tl e 5 B 9 A O, AR iR YT e H D) RE IR
PRB R I . BT R, Il D) e AR T S5 R
L™ E R R G , N R FE T AU
Ik PR ST S8 35 it D R4 T T DU B PAs - Je o B 1
T K ASBIFSE S B PR BEAE A 60 ok
WRULER A5 B V815 Kl F 1 (silent information regulator
transcript 1, SIRT1) | {408/ % -19 (interleukin-19,
TL-19) [ 2328 X6 fili D) BE T500 EAL A, LAIA S A 56
TAERMES 58, B TR as s T

1 ARSI

1.1 — K
NN 2020 4E 1 H & 2022 412 A BN ERK

=7 B R T2 22 1 e WA Y PR AT R 102 4911 DA
FEAL, VERCHE S AR R i i O] S P9 HE
I3 M 08 S AR T2 7 5 il 9 98 0 ) A PR B R
102 G % BRAL . DA ABRIE N - DFLEG e RAE
AR ARG w L R R I RE S R A 12
HAT & (I8 2551297 15 M) IR 548 12 Wi i
' QA AE >0 N s OB F LR 1
AT R, ARSI FEES . HEERS
HER - OB I HA™ 50 B D RERE A% | BE I D RE
B AT R IR R QR MO B Ozl
W LA RV R o DR AT B 5 A A 4 5
AR R SRS EOTOR U 2E R RS
L(P>0.05) , BA MMl ik W 1. AR
BT R R S A I B 2 AL HE BEAT
K1 FMHABKTBLEE (ozs)

Table 1 Comparison of baseline data between the two groups

(x+s)

151 i PR E AR IS NIV EicE 4

- (Br1) (%) (kg/m?)
st 102 61/41 53.79+6.14 22.96+1.83
popicEsk 102 58/54 54.22+5.97 23.01£1.75
2t 1.390 0.507 0.199

Pl 0.238 0.613 0.842

1.2 Jik

il Y0 T R BN - 290 ) 22 PR R SRR e S s
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SR R T A il e i AL 280 L E
i 45 100~250 mL 37°C K I 14 0.9% A AL 4l
WY PR T A, 50~100 mm Hg 71 JE W 5] [#]
WCHE VR, 40%~60% [E1 SR Ry A kg bR A, 25 A 98
BEES LA T, 4T LT 500 r/min HEAT B0 Ab B AR
A5 W BR A, SR FH i I S 92 W B E (enzyme
linked immunosorbent assay, ELISA) % | %
SIRT1 1 IL-19 B9 &k /K, i 50 & R W Tk 52
BRZE YA R A BN R RS 45 A A% e HEGR
G UL AT HEA T, i B BE A 3 2 ELAT ol BEA% 1Y
o 50 5 U 52 ARSI

P REASLIN - 574635 PR A& WP, A A7, JEAHE B
TR T-FRUS H 32 K 2, i P IR} 2 Uil >R FH i 1) g
o A 2 AT G It D e de b , 4 - 55 1 &P )
I 5, %% 1 (forced expiratory volume in one second,
FEV1) | H J1 ili i & (forced vital capacity, FVC) |
FEV1/FVC% . FEV1 5 Fil it {5 & 43 tt (FEV1%
pred) . MR DI REFERIT S % (& PEBH ZEVE Mt
STISYT RSB T Z8) T I U e 4 Gbn R A
PREEIE B AT DI RE 4y 2, 1 R (R ) 46 B
FEV1% pred=80% ;2 Z (W1 ) 3419 : 50%<FEV1%
pred<80% ; 3 4% (T & ) 22 f4i] : 30%<FEV1% pred<
50% ;4 H (W FEE )0 151]: FEV1% pred <30%.
1.3 Gt

K H SPSS 23.0 Geit2# 4 A4 i A7 84 o3, 1
BOGORA n(%) o, R 2 ks, T BERT A IE
BOrAE, U (R xs) T, DI IA] LR K56, 2240 1)
8K FH 7 2243 M1, K FH Pearson K6 56 43 #1 JR B2 5E
B T HE VR SIRT \IL-19 [R5 7K - 5 il T g

EFREIMISENME: , P<0.05 R ZRA G FE L,

2 &R

2.1 WYL VR SIRTI (IL-19 33K K T HHE
HIF 5 41 B8 10 M 90 988 8 T STRTL L\ TL-19 1 3%

KPR TR IRAL, 22 57 A geit e 8 L (P<

0.05) WH 2.

®2 WAREERR SIRTLIL-19 RiXKFLLE (x+s)

Table 2 Comparison of SIRT1 and IL-19 expression levels

in alveolar lavage fluid between the two groups (x+s)

415 n SIRT1 (ng/mL) IL-19(pg/mL)
oiEne| 102 1.99+0.37 29.8626.74
X HE2H 102 1.08+0.19 17.09+4.13

HE 22.096 16.316

PiE <0.001 <0.001

2.2 WA TR e L

fiff 5% 41 1Y i 2y fig 8 = FEV1. FVC. FEV1/
FVC% .FEV1% pred ¥ i Z X T X 4, 2 R A5
P25 L (P<0.05), W3,

®3 WAMINBERIRLE (x25)
Table 3 Comparison of pulmonary function indexes between

the two groups (x+s)

41%] n FEVI(L) FVC(L) FEVI/FVC% FEV1% pred

WFFT4H 102 1.76+0.30 1.89+0.33  67.26£6.05  71.42+6.03
XHEZ 102 2.14+0.39 2.51+0.26  84.90£7.78  92.37+5.62
t1H 7.800 14.905 18.077 25.669
P{E <0.001 <0.001 <0.001 <0.001

2.3 IR Dy BE 43 G 1 bR BEAE FB 3l 96 T Ok VR
SIRT1 IL-19 ik K H 58

AN [7] Jili ) B8 43 9 i) R B AE AR I 36 9 kW
SIRT1 . IL-19 F) KK ELd - i T BE 3 2>l UG
2H>ATIRE 1 K, 22 5 A Gi it 2# & L (P<0.05) .
WLz 4.

R4 AEINHTHHE 5> Y PR 55 2B 3 il #E % i SIRT1
IL-19 K F LB (v £5)
Table 4 Comparison of SIRT1 and IL-19 levels in alveolar
lavage fluid of uremic patients with different pulmonary

function grades (x +s)

20 51 n SIRT1(ng/mL)  IL-19(pg/mL)
Bl DI RE 1 9% 46 1.80+0.28 26.04+5.94
Jiti Dy fg 2 2% 34 1.95+0.31° 29.10+6.36"
il Tife 3 9% 22 2.26+0.42° 33.25+8.07"

F18 14.983 9.065

P1E <0.001 <0.001

T 51, P<0.055 5 2 LA, °P<0.05,

2.4 JREGE B M Ve SIRT1 (IL-19 kK
V-5 fiti D R AR AR AH O 4B

PR T AE B AT 3 Uk W SIRTT L IL-19 1 &
Ik 7K 5 il $h BE 48 % FEV1 .FVC .FEV1/FVC% .
FEV1% pred & it & A4 C (P<0.05) ., W% 5,

®5 REEBEMEERRSIRTIIL-19 RiAKFE
i Th BEHE AR AE R 1
Table 5 Correlation between the expression levels of SIRT1
and IL-19 in alveolar lavage fluid and lung function indexes

in uremic patients

FEV1 FVC FEV1/FVC% FEV1% pred

8 P rfE PE rff PE i PE
SIRT1-0.199 0.046 -0.624 <0.001 —0.546 <0.001 —0.590 <0.001
IL-19 —0.571 <0.001 —=0.711 <0.001 -0.603 <0.001 —0.498 <0.001
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Network pharmacology research and molecular docking verification of Shengma Gegen

Decoction in the treatment of monkeypox

WU Linjun"?, YUE Baohong'**

(1. School of Basic Medical Sciences, Zhengzhou University, Zhengzhou, Henan, China, 450000; 2. Department
of Clinical Laboratory, Hospital of Tradition Medicine Leshan, Leshan, Sichan, China, 614000; 3. Department
of Clinical Laboratory, the First Affiliated Hospital of Zhengzhou University, Zhengzhou, Henan, China,
450000)

[ABSTRACT] Objective To explore the mechanism of Shengma Gegen Decoction in the treatment of
monkeypox by network pharmacology and molecular docking. Methods The active ingredients and targets of
Cimicifuga Gegen Decoction were screened from TCMSP, Swiss Target Prediction, SuperPred databases and
relevant literature on pharmacology of Traditional Chinese Medicine. Monkeypox -related genes were obtained
from GeneCards, DrugBank and OMIM databases. The “drug-compound-target” network was constructed by
Cytoscape software, and the core components of Cimicifuga Gegen Decoction for monkeypox were screened,
GO and KEGG enrichment analysis were performed, and the binding activity of the core components and
targets was verified by molecular docking. Results Based on screening, 127 active ingredients, 671 drug
targets, and 105 monkeypox related targets were obtained. Four core components such as quercetin and
kaempferol were screened by Cytoscape software, and six action targets including CYP3A4, STATI, and
ERBB2 were obtained. GO and KEGG analysis found that Cimicifuga Gegen Decoction may act on the

perinuclear region of the cytoplasm through biological processes such as the response of cells to external
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stimuli, and realize biological functions such as oxidoreductase activity. Drug action involves several signaling
pathways, such as AGE -RAGE, IL-17 and HIF - 1. Molecular docking results show that the core active

ingredient has a strong binding ability to the core target. Conclusion

Cimicifuga Gegen Decoction treats

monkeypox with multiple components and multiple targets, and the AGE-RAGE, IL-17, and HIF-1 signaling

pathways are important pathways for the treatment of monkeypox.

[KEY WORDS]

docking; Molecular mechanism
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Figure 1 Target of Monkeypox disease

Table 1 Active ingredients and target genes of Shengma Gegen Decoction in the treatment of Monkeypox

Drug Targets DiseaseTargets

653 18 87

B2 SGDAITEFERBERS

Figure 2 Potential target of Shengma Gegen Decoction in

the treatment of Monkeypox

&1 SGDIRTHREREERS RERE

g SR ] G TR EHEE BEH 44
wH MOLO000098  quercetin ATP-binding cassette sub-family G member 2 ABCG2
H MOLO000098  quercetin Interleukin-8 CXCL8
EES MOL000422  kaempferol Cytochrome P450 3A4 CYP3A4
EES MOLO000098  quercetin Cytochrome P450 3A4 CYP3A4
wH MOLO000098  quercetin Receptor tyrosine-protein kinase erbB-2 ERBB2
H MOLO000098  quercetin Heat shock factor protein 1 HSFI
EES MOLO000098  quercetin Interferon gamma IFNG
EES MOLO000098  quercetin Interleukin-6 IL6
3,22-Dihydroxy-11-oxo-delta(12)-olea-
H MOLO004905 nene-27-alpha-methoxycarbonyl-29-oic Tyrosine-protein kinase Lyn LYN
acid
3,22-Dihydroxy-11-oxo-delta(12)-olea-
H MOLO004905  nene-27-alpha-methoxycarbonyl-29-oic Proto-oncogene tyrosine-protein kinase ROS ROS1
acid
H- 5 MOLO005013  18a-hydroxyglycyrrhetic acid Solute carrier family 22 member 6 (by homology ) SLC22A6
H MOL000422  kaempferol Signal transducer and activator of transcription 1-alpha/beta STATI
EES MOLO000098  quercetin Signal transducer and activator of transcription 1-alpha/beta STATI
EES MOLO005013  18a-hydroxyglycyrrhetic acid Thyroid hormone receptor beta-1 THRB
-5 MOLO004328  naringenin UDP-glucuronosyltransferase 1-1 UGTIAI
HE MOL000422  kaempferol Cytochrome P450 2B6 CYP2B6
R MOL000422  kaempferol Cytochrome P450 2B6 CYP2B6
T MOLO004908  Glabridin Cytochrome P450 2B6 CYP2Bo
-5 MOL004850  liquoric acid Cytochrome P450 2C19 CYP2C19
H MOL000417  Calycosin UDP-glucuronosyltransferase 1A3 UGTIA3
HE MOL000422  kaempferol UDP-glucuronosyltransferase 1A3 UGTIA3
EES MOL004908  Glabridin UDP-glucuronosyltransferase 1A3 UGTIA3
B3 MOLO000098  quercetin UDP-glucuronosyltransferase 1A3 UGTIA3
R MOL003629  Daidzein-4, 7-diglucoside Dual specificity protein phosphatase 3 DUSP3
B MOL003629  Daidzein-4, 7-diglucoside Nuclear factor NF-kappa-B p105 subunit NFKBI
B MOLO000392  formononetin UDP-glucuronosyltransferase 1A1 UGTIAI
R MOLO000390 daidzein Cytochrome P450 3A4 CYP3A4
R MOLO000390 daidzein Interleukin-6 IL6
R MOLO000390  daidzein Signal transducer and activator of transcription 1-alpha/beta STATI
AT MOL000422  kaempferol Cytochrome P450 3A4 CYP3A4
AT MOLO001924  paeoniflorin Interleukin-6 1L6
AT MOLO000422  kaempferol Signal transducer and activator of transcription 1-alpha/beta STATI
AT MOL000422  kaempferol Cytochrome P450 2B6 CYP2B6
FIA] MOL000422  kaempferol UDP-glucuronosyltransferase 1A3 UGTIA3
TR MOLO012055  cimicifugoside_qt Cytochrome P450 2C19 CYP2C19
Tk MOLO012073  methylcimicifugoside_qt Cytochrome P450 3A4 CYP3A4
TRk MOLO012073  methylcimicifugoside_qt Dual specificity protein phosphatase 3 DUSP3
TRk MOLO012055  cimicifugoside_qt Receptor protein-tyrosine kinase erbB-2 ERBB2
TR MOLO011999  24-epi-acerinol Receptor protein-tyrosine kinase erbB-2 ERBB2
SINR MOL001924  paeoniflorin Interleukin-6 1L6
TRk MOLO012073  methylcimicifugoside_qt Interleukin-6 IL6
TRk MOLO012073  methylcimicifugoside_qt Nuclear factor NF-kappa-B p105 subunit NFKBI
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Figure 3 Protein-protein interaction network of Shengma

Gegen Decoction in the treatment of Monkeypox

Networks
Co-expression
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cellular response to xenobiotic stimulus
cellular glucuronidation
xenobiotic metabolic process
retinoid binding
terpenoid metabolic process
glucuronate metabolic process
cellular hormone metabolic process

4 SGDIRTTHREREERMBMUER
Figure 4 Gene similarity of crossed genes of Shengma

Gegen Decoction in the treatment of Monkeypox
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FI| ] Cytoscape 3x {14 il SGD iy 7 M5 “ 259 -
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HEAA T 4 259006 P Ay, i iz A, Wk 2. il
HEA B 3 PR S LA, N UGTIA3 %, W33,

5 SGD FTHMkEM“ZY-LEaw-H "M%
Figure 5 “components-compounds-targets” network of

Shengma Gegen Decoction on Monkeypox
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WA H 76 FKE B, 2 VW K& AGE-RAGE . IL-17,
HIF-1 4%, KEGG i %5 EHA T 20, WLE 7,
2.6 sz

A4 7 1 2 A 4 BT P A5 AR TR A5 53
AT F X I A dHE s R . Lk 4, X%
AR E A58 50 i % 5 ERBB2 (1L
25 STATI W TR 5 CYP3A4 . K G A oG
5 STATI, WK 8,

3 it
PR AR (LI R A R 2
PIBERS A5 95 MO PRI 45 LA
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Table 2  Active ingredients of Shengma Gegen Decoction in the treatment of Monkeypox

IS 25 P S) OB DL 25k U5 Degree
MOLO000098 quercetin 46.43 0.28 HH 18
MOL000422 kaempferol 41.88 0.24 EENES] 18
MOL012073 methylcimicifugoside_qt 30.19 0.24 TR 8
MOL000390 daidzein 19.4 0.19 EA 6

3,22-Dihydroxy-11-oxo-delta( 12 )-oleanene-27-alpha-
MOL004905 34.32 0.55 H 4
methoxycarbonyl-29-oic acid
MOLO005013 18a-hydroxyglycyrrhetic acid 41.16 0.71 HH 4
MOL004908 Glabridin 53.25 0.47 o 4
MOL003629 Daidzein-4, 7-diglucoside 47.27 0.67 EAR 4
MOL001924 paeoniflorin 53.87 0.79 FHA] 4
MOLO012055 cimicifugoside_qt 33.84 0.74 BANER 4




T EWiER T4 2023459 45154 4591 J Mol Diagn Ther, September 2023, Vol. 15 No. 9 - 1611 -

&3 SGDATHRENHESER

Table 3 Target genes of Shengma Gegen Decoction in the treatment of Monkeypox

e HH Degree J75 Hk HH Degree
1 UGTIA3  UDP-glucuronosyltransferase 1A3 5 CYP2B6 Cytochrome P450 2B6 4
2 CYP3A4 Cytochrome P450 3A4 5 STATI Signal transducer and activator of transcription 4
1-alpha/beta
3 IL6 Interleukin-6 5 ERBB2 Receptor protein-tyrosine kinase erbB-2 3

BElo SGDiafr¥kE GO B&ES T
Figure 6 Enrichment analysis of GO of Shengma Gegen

Decoction in the treatment of Monkeypox

B 7 SGDIBfr¥kE KEGC EE S
Figure 7 Enrichment analysis of KEGG of Shengma Gegen

Decoction in the treatment of Monkeypox

x4 SGDEMMSSZLDERINEESERE
Table 4 Binding energies of core targets docking to

activeingredients of Shengma Gegen Decoction

Ingredient Target Binding energy (KJ-mol™" )
itz 2% CYP3A4 -3.7
itz % IL6 -2.8
Hit iz % STATI -9.3
itz % ERBB?2 —04
IS CYP3A4 -3.8
N CYP2B6 -8
1251y STATI -9.1

FIETHRR T CYP3A4 —4
LT PR IL6 117.4

PNEREPI CYP3A4 -3.6

KEHIT IL6 -2.8

PNGA P STATI -8.8
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FEW R, SGD HAHLA BTN T e 5L I 1Y S5 A
P ABH 1AL A B

1t} % -ERBB2 25 3 -STATI

AT 1 -CYP3A4

B8 EMEM S S8ASTFRE

Figure 8 Molecular docking of active ingredients and targets
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Effects of leuprolide acetate on serum IGF-1 and IGFBP-3 in girls with idiopathic central
precocious puberty

WANG Xianmin', CHEN Yunhong'*, ZENG Yu’, CAO Yu’

(1. Department of Pediatrics, Zigong Fourth People’s Hospital, Zigong, Sichuan, China, 643000; 2. Department
of Dermatology, Zigong Fourth People ’ s Hospital, Zigong, Sichuan, China, 643000; 3. Department of
Geriatrics,, Zigong Fourth People’s Hospital, Zigong, Sichuan, China, 643000)

[ABSTRACT] Objective To observe the effects of leuprolide acetate on levels of serum IGF-1 and
IGFBP-3 in girls with idiopathic central precocious puberty (ICPP). Methods 326 girls with ICPP in Zigong
Fourth People’s Hospital from April 2019 to April 2022 were selected and randomly divided into the observation
group (n=163) and the control group (n=163). The control group was given megestrol acetate tablets while the
observation group was additionally injected subcutaneously with leuprolide acetate microspheres. The clinical
efficacy, BA/CA, adult predicted final height, breast development, serum hormones, B-ultrasound examination
results, serum IGF-1 and IGFBP-3 and adverse reactions were compared between the two groups. Results
After 6 months of treatment, the total effective rate of treatment in the observation group was higher than that in
the control group (P<0.05). The BA/CA in both groups was decreased compared to before treatment, and the
BA/CA in the observation group was lower than that in the control group (P<0.05). The adult predicted final
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height was enhanced in both groups compared with that before treatment, and the height was higher in the
observation group compared to the control group (P<0.05). After treatment, the proportions of children with
breast development, Tanner stages Il andIll in the observation group were lower compared to the control group
(P<0.05). The levels of serum LH, E. and FSH in the two groups were decreased compared with those before
treatment, and the levels in the observation group were lower (P<0.05). The uterine volume, ovarian volume
and follicular diameter in the two groups were reduced compared with those before treatment, and the indexes in
the observation group were smaller than those in the control group (P<0.05). Serum levels of IGF-1 and IGFBP-3
were declined in the two groups compared with those before treatment, and the levels in the observation group
were lower than those in the control group (P<0.05). There was no statistically significant difference in the total
incidence of adverse reactions between the two groups (P>0.05). Conclusion Leuprolide acetate in the
treatment of ICPP can down-regulate the expressions of sex hormones, IGF-1 and IGFBP-3, and inhibit the

development of secondary sex characteristics and bone maturation.

[KEY WORDS] Leuprolide acetate; Idiopathic central precocious puberty; Hormones; Secondary

sexual characteristics; IGF-1; IGFBP-3
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WELLH 163 1.24+0.07  1.17+0.02°  151.82+3.63 157.4822.15°
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S RIIRYT AT AL, P<0.05,

2.3 WHILE K EHEN LK

GIT G WS4 3L 5 & & Tanner 43 1 11 1 |
B 5 AR T XA, 22 5% A g it 2 B L (P<
0.05), W4,

x4 MAINBELZERBERALE (n(%)]
Table 4 Comparison of breast development between the two

groups [n(%) |
21531 n T 1 #4 I

WAL 163 105(64.42) 50(30.67) 8(4.91)
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Table 5 Comparison of serum sex hormones levels before and after treatment between the two groups (¥ +s)
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Table 6 Comparison of B-ultrasound examination results before and after treatment between the two groups (x+s)
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Xof B2 163 3.15+1.02 2.75£0.59° 3.07+0.93 2.05£0.62° 6.41+1.67 5.33+1.19"
X 0.272 0.951 0.186 0.047 0.230 8.467
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Table 7 Comparison of serum IGF-1 and IGFBP-3 levels between the two groups before and after treatment (x +s)
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M (+=7.467 ,13.129 ,12.536, P<0.05) . 5T Wi ke, P41 T Wi )5 1L SICAM-1 , sVCAM-1 7K - [ A 5 WL%E
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0.05) . PI4LIGIT)E T W1 8 10 2 J& NIHSS W43 3 5836 97 17 M AR ; 5 6 IE 41 H 3o 28 41+ i 1
Ji T80 2 Ji) NIHSS PR 501G, 2 5 A G245 (¢ f=4.149, P<0.05) o A HE X BE2H A 30 R 77.78% ,
WLER 2 1 AT 30 93.33% 48 1 , 22 A BT 8 L (=4.406, P<0.05) . 5 T TR LL , P2 T 7 figi 4
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Effect of Huanglian Wendan decoction combined with alprostadil on cerebral infarction
with diabetes and the influence of SICAM-1

JIANG Yinglu, YIN Jialiang, LI Xuejun*

(TCM Department, the Affiliated Hospital of West Anhui Health Vocational College, Lu’an, Anhui, China,
237000)

[ABSTRACT] Objective To investigate the effect of Huanglian Wendan decoction combined with al-
prostadil on patients with cerebral infarction and diabetes mellitus and the influence of soluble intercellular ad-
hesion molecule (sSICAM-a). Methods 90 patients with cerebral infarction complicated with diabetes admit-
ted to the TCM Department of the Affiliated Hospital of West Anhui Health Vocational College were randomly
divided into 2 groups with 45 cases each. The control group was treated with alprostadil. The observation group
was treated with Huanglian Wendan Tang combined with alprostadil, with a continuous treatment period of 2
weeks. Blood samples were collected before and after the intervention to measure the levels of Glucose test
Fasting blood sugar (FBG) , 2 hours postprandial blood glucose (2hPG) , fasting insulin (FINS), insulin re-
sistance index (HOMA-IR ), soluble intercellular adhesion molecule-1 (SICAM-1), and soluble vascular adhe-

sion molecule (sVCAM-1), the clinical efficacy between the two groups were compared. Results Compared

AERE ZHMFTEAXRFE _WEERSFFFELE AT ERAAD (P XE[2020]10 %)
A L b TG T AR PR B E R EA, 8 5% 237000
BAEVEH  EFE, E-mail :jiang1619@126.com
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with before intervention, FBG, 2hPG and HOMA-IR in the two groups decreased after intervention; FBG,
2hPG and HOMA-IR in the observation group were lower than those in the control group after intervention, and
the differences were statistically significant (1=7.467, 13.129, 12.536, P<0.05). Compared with before inter-
vention, blood SICAM-1 and sVCAM-1 levels were decreased in two groups after intervention. The serum
SICAM-1 and sVCAM-1 levels in the observation group were lower than those in the control group after inter-
vention, and the difference was statistically significant (#=20.230, 23.314, P<0.05). The NIHSS score of the
two groups after 1 week and 2 weeks of intervention was lower than before treatment. Compared with the control
group, the NIHSS score of the observation group was lower after 1 week and 2 weeks of intervention, and the
difference was statistically significant (r=4.149, P<0.05). Compared with 77.78% of the control group, the total
effective rate of the observation group was 93.33% , the difference was statistically significant (y*=4.406, P<
0.05). Compared with before intervention, cerebral infarction size decreased in both groups after intervention. The
cerebral infarction area in the observation group was lower than that in the control group after intervention, and
the difference was statistically significant (r=17.810, P<0.05). Conclusion Huanglian Wendan decoction com-
bined with alprostadil has a definite therapeutic effect on patients with cerebral infarction complicated with diabe-

tes, which can help improve blood sugar and nerve function, and reduce blood levels of SICAM-1 and sVCAM-1.

[KEY WORDS]
SICAM-1
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Table 1 Comparison of basic data between the two groups
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TRt X 12(26.67)  12(26.67)
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Table 2 Comparison of blood glucose metabolism indexes between the two groups before and after intervention (x#s)

4151 0 _ MiiRd P _ w4 i Pl
T TR i T

FBG (mmol/L) 45 9.35+2.10 7.68x1.75" 4.098 0.000 9.47+2.21 6.57+1.38" 7.467 0.000

2hPG (mmol/L) 45 15.21+3.05 9.86+2.31° 9.38 0.000 15.14+2.86 8.09+2.19" 13.129 0.000

FINS(mel/L) 45 10.51+2.24 10.23+1.86 1.241 0.341 10.34+2.13 11.01+1.72 1.512 0.214

HOMA-IR 45 4.10+0.83 2.91+0.75* 7.136 0.000 4.16+0.79 2.26+0.64™ 12.536 0.000

T 5T IHTH , *P<0.05; 5 %R L H ,°P<0.05,

£3 WATFFEIFIMSICAM-1 1 sVCAM-1 $5FREEE (x+s)

Table 3 Comparison of serum SICAM-1 and sVCAM-1 indexes before and after intervention between the two groups (x +s)

X B2 ML

4151 n — i PAH — t{H PH
L ARG + WA T WA

SICAM-1(ng/L) 45 300.51%35.68  213.72+32.15° 12122 0.000  297.84+37.21 154.47£29.60"  20.230  0.000

SVCAM-1(pg/L) 45  40532+51.64  239.64x4515 16203  0.000  402.81£52.73 167.72+42.37"  23.314  0.000

5 T AT, *P<0.05; 5% IR 4H kb, "P<0.05
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Table 4 Comparison of NIHSS scores between the two

groups before and after intervention (x +s)
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Table 5 Comparison of clinical efficacy between the two
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Table 6 Comparison of cerebral infarction size before and

after intervention between the two groups (x+s,cm’)
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Clinical value of MTA1, PTEN and PD-L1 detection in preoperative staging and lymph
node metastasis in elderly patients with lung cancer

ZHAO Xiwen* , ZHANG Yumei, LIU Hui

( Department of Geriatrics , Sanya Central Hospital ( Hainan Third People’s Hospital ) , Sanya, Hainan,
China, 572000 ]

[ABSTRACT] Objective To explore the evaluated value of detection of metastasis-associated protein
1 (MTA1), phosphatase and tensin homolog (PTEN) , programmed cell death protein ligand 1 (PD-L1) in
the preoperative staging and lymph node metastasis in elderly patients with lung cancer. Methods 217 elderly
patients with lung cancer who came to the hospital from January 2020 to January 2023 were selected as the ob-
servation group, and 62 healthy elderly people who underwent physical examination during the same period
were included. Serum MTA1, PTEN and PD-L1 were compared between the two groups, and the differences
in MTA1l, PTEN and PD-L1 were compared among elderly patients with different preoperative stages and
lymph node metastasis status, and analyzed their clinical value on lymph node metastasis in elderly patients
with lung cancer. Results Compared with the control group, the expression levels of serum MTAI and PD-
L1 were increased while the expression levels of serum PTEN were decreased in the observation group (P<

0.05). Among 217 elderly patients with lung cancer, there were 34 cases in stage | , 67 cases in stage Il and 116
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cases in stage lll A. There were statistically significant differences in tumor size, tumor differentiation degree and
lymph node metastasis among elderly patients with different preoperative stages (P<0.05). The expression levels
of MTA1 and PTEN were increased with the increase of preoperative staging (P<0.05) while the expression lev-
el of PTEN was decreased with the increase of preoperative staging (P<0.05). Among 217 elderly patients with
lung cancer, there were 114 cases with lymph node metastasis. Compared with the non-lymph node metastasis
group, the expression levels of MTA1 and PD-L1 in the lymph node metastasis group were enhanced (P<0.05)
while the expression level of PTEN was reduced (P<0.05). The ROC curve results showed that the AUCs of
MTAL, PTEN and PD-LI alone and in combination were 0.972, 0.737, 0.806 and 0.934 respectively, and the
sensitivity and specificity of the combined diagnosis were the highest at 0.904 and 0.884 (P<0.05). Conclu-
sion There are significant differences in the expression levels of MTA1, PTEN and PD-L1 in elderly lung can-

cer patients with different preoperative stages and different lymph node metastasis status. The combination of

MTAI, PTEN and PD-L1 has reference value for the evaluation of lymph node metastasis of lung cancer.

[KEY WORDS] Lung cancer; Metastasis-associated protein 1; Phosphatase and tensin homolog; Pro-

grammed cell death protein ligand 1; Preoperative staging ; Lymph node metastasis
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AILEE 3 ## i (Phosphatidylinositol 3 kinase, PI3K)/%&
18 B (Protein kinase B, Akt) {5 518 % , & 4 H1H]
i eE AR 28 GRS BRI EA i AT e IR T v
Jyer, BRI 4E A8 TS B K 1 (programmed cell
death protein ligand 1,PD-L1) 2 T 4ff ffd H (1 I 85
PP HE4I A T8 H 1 (programmed cell death pro-
tein 1,PD1) (YRCH, —F 45 G Rets Ml T 4051k,
PD-L1 JRGEiE 35 T 40 r4T s oAk e Ae B AR
RIB BN T 20 TEPERIVE R ST 2 5 e b iy
GBI o ASBIFSN 3 e R S A it R ALY
MTAL PTEN PD-L1 3k/KF-, HifHRT 85 AT
I3 1M LS A rh I RN, BURGE AN T

1 #RE5HZE

1.1 — ekt
PEEL 2019 4FE 1 H & 2021 4F 1 H T =W o E

B 512 ) S A 8 R 3 217 B S WLEE4H . A
Pt : AR =00 & ; QFF & IfifmZ Wibs i ; @FF
A FARENAE , B AW =3 A, RIRYIRETE
43 70 53 LA b s @O AL HT R Gl A OCIR YT s @B
S JE XA A W S . HEBRARE . O G I
A IR s @A IF HA AR 28 ™ 8 R &0 ; @& I
RGN . AR ARG (e 24 N 62 £ 1E
Ry xR, WLEL AW 164 B, L 53 B, A i
(69.05£3.74) % , X MU 15 40 4, %0 22 44, 4%
(68.92+3.89) . WHAHAFWY MEH LA 22 S TG 112
BL(P>0.05), AWFEARHZ St
1.2 ik
1.2 BERpIcEE

WA R 5E 21 FR B AR 1 ) B TR iR
KN W Ak R LSS RS B A O SR
YIRS A —PRERORL
1.2.2  [fiLiff MTA1 .PTEN .PD-L1 2546

A5, REEZS EF#HIK ML 5 mL, 3 000 r/min %
> 15 min Y& LT , 2502424 10 em, 2R FH X
B RE TG 1L 7 MTA1 PTEN \PD-L1 % ik (3R 7
& AR YRHA BR A A ) | # BORR & 2
SKHEATHG RS . EAESEERAESS  ZE B AR AR I 450
nm 20 WO BE AR 4 A o i 26315 MTAL . PTEN
PD-L1 #ikKF-,
1.3 G5

K H SPSS 25.0 #AF AT, T HECFE RN n (%)
IR LR FERCR K5, 25 2% 98 KR FH Wilcoxon
FRFIRG I, - PR L (e £5) o, W2 6] LA <7
FEAS e K50, Z2 201 [6) Le AR R R R O 25 0 A, PR
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FeB R H LSD-1 K 56, 23 1fil] ROC 128438t MTAL |
PTEN ,PD-L1 2 3A 7K - X 32 4F il Jig £ 2 bk B2 2%
B2 E , LA P<0.05 E#RESE G2 X,

2 HR

2.1 P41 MTA1 .PTEN .PD-L1 %3k H4
Lt B4 L, WER 41 1L 3 MTA1 \PD-L1 &
KK TH i, PTEN Rk KRG, 22 A g it
i X (P<0.05), W#E1,
£ 1 WHMTAL.PTEN.PD-L1 RiALLE [(x+s),pg/mL]
Table 1 Comparison of MTA1, PTEN and PD-L1

expression between the two groups [ (x+s) , pg/mL ]

2.3 ARG 4 1 28 4 il i £ 35 MTA1 . PTEN
PD-L1 ik L5

AN R AT 53 0 2 4 Jili 98 B2 3% MTA1 . PTEN |
PD-L1 Kk K i 22 RA g it L (P<0.05) ,
o MTAT \PD-L1 2235 7K - Bl A i 43 81 5 5 it
15 (P<0.05) , PTEN % 35 7K - I Fifi A 115 43 30 v 1
AR (P<0.05) ., W3 3,

x3 AEARFISHIZEMiREEE MTAL PTEN,PD-L1
Rkt [ (x+s),pg/mL]
Table 3 Comparison of MTA1, PTEN and PD-L1
expression in elderly lung cancer patients with different

preoperative stages [ (x+s),pg/mL ]

2H 5 n MTAL1 PTEN PD-L1
Mgl 217 105.07+37.92  3.2420.92  371.38+56.59
X HE ] 62 27.68+4.25  23.98+5.39  150.09+28.08

tH 34.652 25.717 29.734

P1E <0.001 <0.001 <0.001

2.2 ANFEARRGHYIREAF I S IR R BB R
217 (2 AF e B b, 138 34 491, 1130 67
i, MWa t§) 106 191 o AR A Bif 23 300 2 4F il s 285 b
D NANN R e v A N R P A RN e 2
A G R XL (P<0.05) , V5 AF R G ERZE R &
I FER BT LB L1 Ol A2 S e ge i B
(P>0.05)., W32,
x2 AREARASHAZFHHEEERKRES LS
[n(%),(xxs)]
Table 2 Comparison of clinicopathological parameters in
elderly patients with different preoperative stages of lung

cancer [n( %), (x+s) ]

I s Ma}l )

A P S (I
5 0.552  0.759
% 24(70.59) 51(76.12) 89(76.72)

& 10(29.41) 16(31.10) 27(23.28)
() 69.58+4.02 69.38+4.33 68.71+3.26 1.082  0.340
P B A 3.633  0.163
i8] 19(55.88) 39(58.21) 61(44.72)

5% 15(16.81) 28(34.51) 55(55.28)
g AN 7.304  0.026
>2 cm 11(32.35) 36(53.73) 68(58.62)

<2cm 23(67.65) 31(46.27) 48(41.38)
e o1k 30.025 <0.001
sk 26(76.47)  43(64.18) 37(31.90)

ik 8(23.53) 24(35.82) 79(68.10)
WL 0(0.00)  39(58.21) 75(64.66) 45.330 <0.001
bR

EMIERG  12(3529) 25(37.31) 53(45.69) 1.862 0.394
T R 10(29.41) 16(23.88) 36(31.03) 1.079 0.583
RIMAE  8(23.53) 22(32.84) 24(20.69) 3.392 0.183
gk 26(76.47) 49(73.13) 84(72.41) 0222 0.895

ARHTH n MTA1 PTEN PD-L1
1 34 141.22+2335  4.42+0.54  296.04+26.55
11 67  183.84%30.44°  3.79+0.68'  345.00+18.71°

Malll 116 217.34+24.13°  2.58+0.48"  408.70+46.08"
FA 120.524 189.695 147.738
P{H <0.001 <0.001 <0.001

W SARE M T 885 L, P<0.05; 5 ARG/ 1 1T 3 L
#,"P<0.05,

2.4 UN[R) bR B G5 5 B R3S 2 A il 98 SR MTAL
PTEN .PD-L1 #ik I #%

217 i & AF Bl i BB E TPtk B R RS R R 114
Bl SAEME LB A i, WS B R H
MTA1 .PD-L1 ik /K F+ & , PTEN 2 ik 7K - F¥
%, ZRA LR L (P<0.05), WEA4,

R4 FEAMBEREBRELENMEBRE MTALPTEN,
PD-L1 FRi&Eb % [(v£5), pg/mL]
Table 4 Comparison of MTA1, PTEN and PD-L1
expression in elderly lung cancer patients with different lymph

node metastasis states [ (v+s), pg/mL ]

2H 51 n MTAI PTEN PD-L1
WAL 4H 114 220.86223.38 2.86+0.74 397.74+44.45
AERR LGB A 103 166.52+29.56  3.66+£0.94  342.20+54.38

18 13.176 7.043 8.310

PAH <0.001 <0.001 <0.001

2.5 MTA1 .PTEN PD-L1 X AR Rij & 4F i i H 4 ik
EL L5 L WAL e o BT

ROC 445 % & 7% , MTAL .PTEN . PD-L1 i
— K =HBA LW AUC 4518 0.972,0.737 .
0.806 F10.934, Horh = FH G2 Wi BURREE RF R B2
5%, 4394 0.904 F110.884, MTA1 . PTEN . PD-L1
[ cut - off {& 43 51 & 202.92 pg/mL . 3.26 pg/mL .
345.45 pg/mL(P<0.05), W35 K1,
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&5 MTAI.PTEN.PD-L1 X RETZ F i B E KB EHBISE RS
Table 5 Analysis of efficacy of MTA1, PTEN and PD-L1 in preoperative diagnosis of lymph node metastasis in elderly patients

with lung cancer

i H AUC cut-off {# TR R 95% CI VAL PAH
MTA1 0.927 202.92 pg/mL 0.833 0.922 0.8584~0.958 24.416 <0.001
PTEN 0.737 3.26 pg/mL 0.807 0.670 0.674~0.795 6.864 <0.001
PD-L1 0.806 345.45 pg/mL 0.886 0.718 0.747~0.857 9.654 <0.001

AW 0.934. 0.904 0.884 0.892~0.963 25.247 <0.001
0 T Jiei K8 RN B W AR v 2 47 AF PTEN IR 3k, FA1
Prom T & . . o |
[ // m 20 L TR A P BRI AR B
wos {{ if R F W], 8 # PTEN/PISK/AKt 15 53 5 fig 1% 410 1
# | & { r =] 'LZ N N . N N
%ol o / -4 A /N 40 it 6 40 3 T RT RS BEAR 5

02 1.5

0 02 04 06 08 10
1-E5 Pk

El1 ROC HiZ[E
Figure 1 ROC curve
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PE1 L P mRNA 19 G B0FN B $2 , 78 22 Ffogs e o
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A A% 1 30 5 e 7 200 e o B SR PR 10 338 7 v, 3
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) L T35 RS SR PR [R] , 5 2518 A0 — 350, 26 W S 4R il
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DAk B S 5 R AR 5
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GEEEREAAC
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TR TR AR RE , L BE AR 115 433 7 v i
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i 96 £8 3 103 PD-L1 3k K- 1] RE -5 i AR /i 40
B Bk ELEE L R AR G . BREAEAR ST R B0, JE /N
o fii 98 B P PD-L1 &L K0k, 506 IR 4 A1
Kt ARG A5 R AL o TR A A R A
PD-L1 & & %3k, 5 PD-1 45415 T 40 i # 1v #
FET, B b 92 Dy Re e A1, 2 350 oRg i e ik 2 fin
S0 (TR Ti R N 2 s A

AHEFE ROC il 26 45 2% W /R , MTA1 ,PTEN |
PD-L1 X & 4F Jifi i bk B2 45 % B 19 AUC &35 T
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BiH: ) U IRE PCT . hs-CRP. IL-6 #6354 - 595 ™ iy
FRIEI) e Z2 S HORE ) LR AR M PRl 53 1 P L

FR* Ex A

[ ZE] BH Hibs A LG AE %45 % 5 (PCT)  #if5 C [ 2 1 (hs-CRP) A % 6(TL-6)
TR KO 55 5 7 B R B 1Y 00 R B LR /LI R AR i B R i B0 A (. ik EBCE B RLR
25 B T R M 5 e 2017 4F 4 H 2 2022 4F 8 H 97 Bl A= LMl A 8 L A BOLAE 2] , 4K BECB A= L 0%
B PE 4y (NCIS) 45 5t B Lo FAEfE E A (n=36 ) . fEE A (n=33 Bi]) WL FE AL (n=28) ; 5 1 WL [F] 0]
fat BB A= L 60 £ AE X BRAT, HL A [ 2H 51 L 7% PCT . hs-CRP IL-6 7K - 25 5, 43 M7 I 15 48 b 5 % 00 7™
TR FE 056 R, AR IR B L AR e 1 I I % I 9 0K I i 2 AR L A3 AR A (n=15) 2% A Ak fisi 241
(n=82) , 43 AT ML T75 Fa bm XoF £ e P i 6 4 2% A= iR 0 B . 45 3R WU 41 1 %5 PCT L hs-CRP \IL-6 7K
T TR, 2% 5 SR X (1=28.069 . 19.018 ., 19.512, P<0.05) 5 /A [6] 95 %5 ™ & i Ji 28 JL I v
PCT .hs-CRP . IL-6 /K V- b5, e mA > EH>AE B HM , 2 7 A 5 il %5 L (F=33.271,26.203
23.755, P<0.05) ; Spearman A & ¥ 43 H7 {71 , IfiL 3 PCT , hs-CRP \IL-6 /K -5 f JL 5 ™ = At 52 1 A
% (r=0.617.,0.563 ,0.494., P<0.05) ; Ifl. 7% PCT .hs-CRP , IL-6 7K Bt 45 &6 i DAk JF /& 15 40 5 G 3 44 ROC
2T 1 AR Ry 0.892, 15 T 45 WS AR S G W 3645 R N A e i 21 5 R AG EE 41 ROC it 2k T AR
0.895, 15 T 45 T 48 b5 L ANAS I (P<0.05) 5 £k fii 41 J8 L I3 PCT . hs-CRP IL-6 /K V15 FAR LG4, 2 5
G 7 X (1=4.024,2.932 .3.485 , P<0.05) ; IfiL i PCT .hs-CRP | IL-6 7K -1 446 0 3 0 8 ) LAk P e i
56 I & 1 L ROC i £k N AL 0.832, 15 T4 T 48 AR SR A0S I (P<0.05) o &4 Az JLI i o &
JLIM 7% PCT . hs-CRP IL-6 &2 B 5y ik, HH & 2R RS 5B ™ E R A G, IR vl 4 — @ % L
7 B LAR e M B & 2B AU o
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Relationship between PCT, hs-CRP, IL-6 levels and disease severity in neonatal sepsis
and their predictive value in children with purulent meningitis

FANG Fei*, LI Yun, GU Tao

(Department of Neonatology, Chuzhou Hospital Affiliated to Anhui Medical University, Chuzhou, Anhui,
China, 239001)

[ABSTRACT] Objective To investigate the relationship between the expression levels of procalcito-
nin (PCT), high-sensitivity C-reactive protein (hs-CRP), interleukin-6 (IL-6) and the disease severity in neo-
natal sepsis and their predictive value in children with purulent meningitis. Methods A total of 97 children
with neonatal sepsis in Chuzhou Hospital Affiliated to Anhui Medical University from April 2017 to August
2022 were selected as the sepsis group. According to the results of neonatal critical illness score (NCIS) , the
children were divided into the non-critical group (n=36), the critical group (n=33) and the extremely critical
group (n=28). Another 60 healthy newborns in the same period were selected as the control group. The differ-

ences of serum PCT, hs-CRP and IL-6 levels in different groups were compared, and the relationship between
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serum indicators and disease severity was analyzed. According to the concurrent situation of purulent meningitis
in children, the children in the sepsis group were divided into the purulent meningitis group (n=15) and the non-
purulent meningitis group (n=82), and the predictive value of serum indicators for purulent meningitis was ana-
lyzed. Results The levels of serum PCT, hs-CRP and IL-6 in the sepsis group were significantly higher than
those in the control group (#=28.069, 19.018, 19.512, P<0.05). The levels of serum PCT, hs-CRP and IL-6 in
children with different severity of illness were compared, and the extremely critical group > the critical group >
the non-critical group, the difference was statistically significant (F=33.271, 26.203, 23.755, P<0.05). Spear-
man correlation analysis showed that serum PCT, hs-CRP and IL-6 levels were positively correlated with the se-
verity of the disease (7=0.617, 0.563, 0.494,, P<0.05). The area under the ROC curve of combined detection of
serum PCT, hs-CRP and IL-6 levels in the non-critical group and the critical group was 0.892, which was high-
er than that of the individual detection of each indicator. The area under the ROC curve of combined detection in
the critical group and the extremely critical group was 0.895, which was higher than that of single detection of
each indicator (P<0.05).The levels of serum PCT, hs-CRP and IL-6 in the PM group were higher than those in
the non-PM group (7=4.024, 2.932, 3.485, P<0.05). The area under ROC curve of combined detection of se-
rum PCT, hs-CRP and IL-6 levels in predicting the occurrence of purulent meningitis in children was 0.832,
which was higher than that of single detection of each index (P<0.05). Conclusion The serum levels of PCT,

hs-CRP and IL-6 in children with neonatal sepsis are highly expressed, and their high expression status is related

to the severity of the disease, and can ipredict the risk of purulent meningitis in children to a certain extent.
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protein; Interleukin 6

B AR LI i 3 ke = Ry S v R I, R B
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1.1 s
VLRI A B i M R B 2017 4F 4 A

Neonatal sepsis; Purulent meningitis; Procalcitonin; Hypersensitive C - reactive

£ 2022 4F 8 1 97 FlFr A LIl AE £ LA D i AiE
4, 55 ea 9, £ 33 415 i 144 (39.03+1.14)
JE 5 M A A O 34 (3174.51+387.26) g5 H -1
(10.24+3.81)d. I AbRHE: OFF & A 2= 2L
Bl 2 G e JLMUMAE 1297 77 6 ) 12 W s @ A B Hif
RIEZ T PURY A IR YT o HEBR bR : OG5
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R 5 B A I 0 IF LB AR AR R T RE ™ R
s DFFE G iR S e RIE 58 ; ® AR 5l
Az 0 ] e 4 28 8 BB I © 4 IR AR L
R AFIRYLMEBN s DI PRTERIA 4 5 2 B fa A
et EHT A L 60 ZAE A X R4, Hoh 53 41 44, % 19
%5 BE WA 27 (39.51+1.08) J& 5 A= 4K 5 & 1
(3203.38+350.37) g5 H ¥ *F- 44 (10.10£3.25)d. ™
M RS AR B R 2 R gt
22 S (P>0.05) , BT btk o A 5T 28 15 e 16
7 oAt UL AN W
12 ik

FiA A BT LT A BE I B 5 mL 25 16
TR R, AR, B0 (5% 34 3 500 r/min
BFIE] 10 min) , 20 B UL | 1fL7E PCT \IL-6 7K - 2
SR FH L Al 28 o G g2 I e 32, 3 3 L Ak 2f R 4
A 9% 538 2 4 (B -+ ROCHE, Cobas E 411) £
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B 3 E AL AT CH 57, 7180) 46, ik &k [ H
A SEKISUI A wl , b He i E AR
1.3 P ™ E AR B IEAS

K A )L f& 5 9% 51 F 43 (Neeonatal inten-
sive illness score, NCIS) ", &k I8 & LB im 2 Wi 5
SRS LR E AR AR PE I PH
O 3R IR L AR B0 kol 42043 F 20 40 i R R L L
TiF B 2R B L PR 2 AR e 22 (43, AR fE H - >90
535 G - 70~90 475 B G - <70 47
1.4 ALt R o2 12 7

2 B CHE A 3 S T LBR ) e b, HLE
ATl 1 ik 5 ¢ % B, A VAL 360 25 SR A B i 12
Wl 5% % s RH A B . B I R SR AL S - D1
TR B 50 R M RN AS IE H ORI K S
S5 5 Q5N e T IR R A% ST i AR
P 5 ) ik B 8« DU 2 MILAA 3 40 B T BOK P, 2
AL : H <1 J8 =1 J8 # 53 5 >32x10°/L | >10%
107L 5 772 )L >29%10°L . £ #%>0.57~0.61 , K [
X, AT @I B s 5 vl WA . 0 R 1~
3 45 BRI PR A2 W, W J2 55 4 2% T B2 Wi o
1.5 SGuil=#irik

K HI SPSS 20.0 FAF# AT AR /- BE it i
TR () Hi3R , 24110 LBCR F F RS, P[]
LU AR PR ST FEAS ¢ 46 50 5 THECOREH n (%) #iE ,
gH ) el R ke . SR Spearman 53 Hr LG 18
b5 0 7 T R AR S, 2 SZ R TR 2k
(ROC) VA I 75 48 Ao Xt BRI 1% PEAR DA RO &
T, DA P<0.05 M2 S A G EE L

x
dr

2 &R
2.1 DWIMAE 2H 5 %) BE 40 1fiL 3% PCT . hs-CRP . IL-6 /K
R

WL I 4L 1L 75 PCT . hs-CRP . IL-6 7K - & F %)
M, ZRAFEITFE X (P<0.05), L&,

®1 WMEH 5 RAME PCT hs-CRP.IL-6 K F
PEEE (x+s)
Table 1 Comparison of serum PCT, hs-CRP and IL-6 levels

between sepsis group and control group (x +s)

215 n  PCT(ng/mL) hs-CRP(mg/L) IL-6(pg/mL)
WM AEL 97 4.76+1.23 21.46+6.73 71.74+20.02
XTRELH 60 0.29+0.09 4.73x1.29 19.93+5.87
18 28.069 19.018 19.512
P1E <0.001 <0.001 <0.001

2.2 N[FEIEE R LIS PCT hs-CRP .\ IL-6
IKF A

ASTR) I e EE AR LIS PCT  hs-CRP . IL-6
KV W EA>EEA>EEEA, 2R A5
PR L (P<0.05), W2,

*2 AEFEEERERILMTE PCT hs-CRPIL-6 7K F
Lb#s (x+s)
Table 2 Comparison of serum PCT, hs-CRP and IL-6 levels

in children with different severity of disease (x+s)

JPERE n

PCT(ng/mL) hs-CRP(mg/L) IL-6(pg/mL)

JEfaEA 36 3.35+1.04 16.98+3.81 57.24+14.13

fodd 33 4.97+1.44 22.45+5.34 72.80+19.36

Wfade 28 6.33x1.89 26.05+6.06 89.13+21.79
FA& 33.271 26.203 23.755
PG <0.001 <0.001 <0.001

2.3 [fiLi# PCT .hs-CRP ,IL-6 7K -5 % Jigg ™ o i i
(A CHE 7 AT

Spearman & V£ 7 ¥ & 75, 1L 3§ PCT .
hs-CRP ., IL-6 7K -5 B Ly 9 /™ o P2 B 2 1F AH ¢
(r=0.617.0.563.0.494, P<0.05) ,
2.4 L7 PCT .hs-CRP . IL-6 7K X} i ) Ly g ™ i
R PEAL AL A BT

I3 PCT . hs-CRP . IL-6 7K - 1564 46 I 745 FE
fo H 45 fa F 4l ROC 2R T ALk 0.892, B T4%
THHE A Bl ARSI B4 0.791,0.808 ,0.780, 2 74 4 it
75 X (P<0.05) ; fiL ¥ PCT .hs-CRP . IL-6 /K F-HBE 5

%3 I PCT hs-CRP.IL-6 /K F3F B JLEESR = E 18 B I 5LRE S 4
Table 3  Efficacy analysis of serum PCT, hs-CRP and IL-6 levels in evaluating the severity of disease in children

JEERE Hebr I S AUC 95% CI U T
EfemA S5EmEAH PCT 4.1 ng/mL 0.791 0.690~0.892 0.8182 0.6667
hs-CRP 19.4 mg/L 0.808 0.717~0.908 0.7879 0.6944

IL-6 65.3 pg/mL 0.780 0.673~0.886 0.8788 0.6667

iy talll 0.892 0.823~0.961 0.8182 0.8889

feEA S EHEH PCT 5.6 ng/mL 0.773 0.642~0.903 0.7857 0.6667
hs-CRP 24.9 mg/L 0.772 0.653~0.891 0.8214 0.6061

IL-6 84.1 pg/mL 0.791 0.679~0.903 0.8571 0.6364

iy allll 0.895 0.800~0.990 0.8214 0.8788
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K T4 16 B 2 55 W) fG 8 4 ROC il £k 1 Ta FH
0.895, 1= T 45 Wi 48 bR B ASI 0.773.0.772.,0.791,
ERA G FE X (P<0.05), W#E3 . K 1.2,

1.0

e
0.8 PCT
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IL6
% 00 Ak
E oy BER
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1S
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BILMBES R

Figure 1 Efficacy analysis of serum PCT, hs-CRP and IL-6

levels in evaluating non-critical and critical children

1.0

B
0.8 PCT
hsCRP
= 0.6 IL6
# AR
E 4 Bk
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1-H5 51
B2 15 PCT.hs-CRP.IL-6 K EEMBEEEAERBER
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Figure 2  Efficacy analysis of serum PCT, hs-CRP and IL-6
levels in evaluating children with critical and extremely

critical groups

2.5 fbMixigl K ARG 4L i3 PCT .hs-CRP . IL-6 7K
- Hegs

B A LIS AE S8 L I A e 1 i B 4 iR
JL LY PCT , hs-CRP | IL-6 7K ¥ & oK I & 1k e vk
ik B 46 B L, 22 58 Gt % 8 L (P<0.05) o UL
*A4,

®4 WHARIEUKAMNTE PCT hs-CRP.IL-6 7K F
PEE (x+s)
Table 4 Comparison of serum PCT, hs-CRP and IL-6 levels
between PM group and non-PM group (x+s)

JEERE

PCT(ng/mL) hs-CRP(mg/L) IL-6(pg/mL)

Al 21 15 5.51+1.02 24.89+3.03 82.20+18.58
JEfEIZH 82 4.62+0.74 20.83+5.19 69.83+11.30
tHH 4.024 2.932 3.485
P{E <0.001 0.004 0.001

2.6 [fi.i# PCT .hs-CRP .IL-6 /KX H LI % f ik
P i B 4 7 00 L

B A )L il 5iE £8 Ll % PCT L hs-CRP . IL-6
KT 156 B 0 ) 8 L I & A e 4 i B ¢ ROC

28 T 1 A A 0.832, 1 T 45 T 45 bR B A I
ROC ff £k m # 0.709 . 0.687 . 0.716 ( P<0.05) .
WE£s5 K3,

x5 I PCT hs-CRP,IL-6 7k Fxif 88 )L 3 & 4k Beis
i i 25 B 50 441 1L
Table 5 Predictive value of serum PCT, hs-CRP and IL-6

levels in children with purulent meningitis

bR A AUC 95% CI R Fe5E
PCT 5.90 ng/mL  0.709 0.571~0.862  0.7333  0.6341
hs-CRP 2340 mg/L  0.687 0.561~0.813  0.8667 0.5244
IL-6 76.30 pg/mL 0.716  0.608~0.825  0.8667 0.5732
A A 0.832  0.757~0.952  0.8000 0.7805
1.0
Il £ 5
0.8 PCT
hsCRP
= 0.6 ILo
] JisSEg Al
E 04 B

0.2

0 02 04 06 08 10
145

B3 I PCT.hs-CRP.IL-6 7K F3f B JLFH LW AR 1E
i = ¢ i T i) 4 1
Figure 3 The predictive value of serum PCT, hs-CRP and

IL-6 levels in children with purulent meningitis
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Bk JLEIRZL ZihE S UGTIAT 3EI Sy &2Fse

BE IR KR amE

(8 E] BH® WAL BL R INIES UGTIAI FENEA MR, ik H2021 451 A
2022 4F 1 H b i B R EE BE oA 98 A2 L H 20 2 AL 100 491 S WS, k45 [ 300 1A A fie B
AL 50 2 AT R o LRI AL UGTIAT HE PRSI 25 3 Ko — e kL, 32 22 [ 3R Logistic [R5 53471
AILE IR F MR GR N E ., &R WEHR MG S £ 585/ TR, 2R A %11EE X (P<
0.05) . 7€ UGTIAI 3£ R JE 3 T IX $ %k B TATA 45 L2875 47 ), ULE AL 35 3], X BEAH 12 451, LS 2 (1)
TATA(TA)6/7 5 LGEAR SERR 43 AT SE PRV B 3y 8 0 IR, 22 R RS i1 L (P>0.05) . #F UGTIAI %k
[RI2E 1AM T X 36 % B P220Q 45 SC 5875 8 4], FLrpUlgsal 7 4], i HEZH 1 ], ER 4 1Y P229Q(TA ) 6/7 55 L
AR SER Ay AT SRR ) TR IR, 2 RIS EE L (P>0.05) . £ UGTIAI 2E[H 140 FIX & 3
G7IR 4% 578 33 1], Homp L ER 4 18 f51], % HE A 15 91, WLER 4L A4 GTIR (TA)6/7 45 LIS AR SE R 4 Ay 3k PRI AT
IR TR, 2253 A Gt 78 L (P<0.05) . ZHEK Logistic AT 45 R R , GTIR B LAAE WA
JLFSRELT R IR A 7 £G5B P 2R (OR=5.376,P<0.05) ., 51  HirtE L IBLL 2R AL A & 2B T GT1R 45 L&
A &, UGTIAI GTIR #§ L GEAR W] RS2 12 & AL 1 Bl 2, UGTIAIGTIR 4 L 57 v] Rg 22w £ L
Te LT 25 LA (4 A T LR I 5 1T A7l R S 2 AN B B R A L AR 21 28 IR R A AR 3

[X#8iE] kL, RIRL R MR ; JEFEET ; B %R

Study on the relationship between neonatal hyperbilirubinemia and UGT1A 1 gene mutation
FENG Zhi', WANG Chengfeng', HE Quan', DOU Pengchan®*

(1. Department of Laboratory Medicine, Gulin County People’s Hospital, Luzhou, Sichuan, China, 646500 ;
2. Department of Laboratory Medicine, Joint Logistics Support Force 987 Hospital, Baoji, Shaanxi, China,
721000)

[ABSTRACT] Objective To analyze the association between neonatal hyperbilirubinemia and muta-
tions in the UGTIAI gene. Methods 100 cases of neonatal hyperbilirubinemia admitted to Gulin County Peo-
ple’s Hospital between January 2021 and January 2022 were selected as the observation group, and 50 healthy
newborns with physical examination during the same period were selected as the control group. The UGTIA1
gene test results and general information brtween the two groups were compared, and the risk factors of neona-
tal hyperbilirubinemia were analyzed by multifactorial logistic regression. Results A total of 47 cases of TA-
TA box insertion mutations were found in the promoter region of UGTIAI gene, 35 cases in the observation
group and 12 cases in the control group, and the distribution of genes and gene frequency of TATA box (TA)
6/7 insertion mutations in the observation group were higher than those in the control group, and the difference
was not statistically significant (P>0.05). A total of 8 cases of P229Q missense mutation were found in the ex-
on 1 region of UGTIAI gene, including 7 cases in the observation group and 1 case in the control group, and
the distribution and gene frequency of P229Q (TA) 6/7 missense mutation gene in the observation group were

higher than those in the control group, and the difference was not statistically significant (P>0.05). A total of

A eR A W) Tt A AR AL (19P)1038)
VB FHBEAREREIRA, @), % M 646500

2. R FE RN G AN E A AL, 0, £ 2 721000
*BAEAEH . S5 2, E-mail : 18392701208@163.com
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33 cases of G71R missense mutation were found in exon 1 region of UGTIAI gene, of which 18 cases were in

the observation group and 15 cases were in the control group, and the distribution and gene frequency of G71R

(TA) 6/7 missense mutation gene in the observation group were higher than those in the control group, and

the difference was statistically significant (P<0.05). The results of multifactorial logistic regression analysis

showed that G71R missense mutation was an independent risk factor for neonatal hyperbilirubinemia (OR=

5.376, P<0.05). Conclusion

The occurrence of neonatal hyperbilirubinemia is associated with G71R mis-

sense mutation, UGTIAI G71R missense mutation may be a risk factor for the occurrence of this disease,

UGTIAI G7IR missense mutation may increase the incidence of neonatal hyperbilirubinemia, this study can

provide a basis for the detection of clinically occurring unexplained neonatal hyperbilirubinemia.
[KEY WORDS] Neonate; Hyperbilirubinemia ; Genetic testing; Risk factors

B A LR IR 2T 28 IR SRR B AR LB,
AU R W R B2 — . AR L R AT &K i
i SCRT A4y Ay A B e R B B —
vt , A B O O R AF AR R BULI AR 2~
3d B, 4~5 d Ik F m i, 5~7 d IR, Fe K AER 2
JE 1T SR AT 2 e A I 12.9 mg/dL, 3% R
AN T ZLRFRIGYT s B B & B 7R R JS 24 h
W RRgEmt e, 2 A L 2 A = L 4 8
37 SR ZT ZAE A X 2 s, 4t 12.9 mg/dL, Il
PR Z(E T 2 mg/dL™ . BEE > T A2 1)
Pl & Je , B i o84 L s I 20 2 I RE AF 52 1)
R B 5 IR 2T 2 AR S Y i i JE R SR A8 Ty
1o AW IR, R R T A B R B RS
fif (UDP - glucuronosyltransferase , UGTIAI ) & [H )53
Bl F b X Y 28748 v] 80 UGTIAT il 1 PR AR
i3 %, DA L RS 97 5 JIE 40 25 %) i 280 H I R A
R AT IR 20 25 AR, o8 0t 75 i 5 R 21 2 KO T
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=37 Ji; @E A AR R 2 AN O IHLT &R
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@ RMW LAWY . LM AT & E H1E
A AR A BT AR I o H A Gl
1.2 ik

WLZE 41 B F 26 T AT W DGAR 14T ] W ' AR
S, R 25 TR T 2 (RS2 T AR
F])5 mg/kg - d ELEME R . TELEEOLT 45 T Ak
PRI ML 2R TP AR 25 A i ki 7
1.3 kil gy ik
1.3.1 AR AT DNA $2 1K

KAE 2 mL BRI, FH 2 — 00 2 /R — iR it
%E , F Invitrogen- Ifil & DNA $2 B 7] & -8 2R
I DNA JFRAFAE-20CRi G
1.3.2  FEHE KM

B A W BE F v (PCR) 51 47 AR 4 SCwik £ 4 152
i 55, LiF514 .5 -GTC ACG TGACAC
AGT CAA AC-3'. TiiE514 :5-GTC CCACTC
CAA TAC ACA C-3'. ¥"84 i BEN G s 7 X3
TATA & MEEANINETF 1, B Bk 987 bp (5]
WA Bl EY TRERSARARGR) . ”
MAKZ : 25 wL 2xEs Taq MasterMix (444}) , {7l
TUFS 145 2 L, A A DNA 200 ng, &5 T 7K 50
pLo S FEGNR . 76 LD-PCR1 %51 PCR X% -
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BONE M IS HL Uk T8 )2 PCR =02 5 0 1 1
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PCR F=¥J7E 120 V R HLJK 30 min, JFEIMNEEIR A%
RGENTBEE AT AR RIS . & 4% PCR P2HI7E 1~2
TP AR AR PR ARG IR w7 35 RGN
1.4 Gtz

M SPSS 26.0 ZE 1A AT S 1t 40 A, B
H Shapiro-Wilk #E17 1E A MR IS, XIAF & 1E A5 0
T TR (3 £5) 3R, R H e R 56 THECTE R

n(%)Fmn, KM 2 ¥ 56 8% Fisher K5 56 HE 5355
DI P<0.05 M ZESAH SRR X

2 #R

21 — BRI
WL ZE 2 Y I VS BV 2T R W 3 s X IR,
ZRABGIFE L (P<0.05), WFE1,

F1 MA-MABLLE (2(%), (x25) ]

Table 1 Comparison of general information between the two groups [n(%), (Z+s) ]

P (%)

T

n 7 % Zi i (JH) i DT SHZER (pumol/L)
WL 2L 100 80(80.0) 20(20.0) 39.6+2.2 60(60.0) 40(40.0) 247.3+34.6
X 2 50 38(76.0) 12(24.0) 39.1+2.2 24.(48.0) 26(52.0) 124.6+36.2
PRI 0.318 1.607 1.948 24.503
P1{i 0.573 0.111 0.163 <0.001

2.2 UGTIAI JEAK 45

FE UGTIAI B 5 3l X 3t & 3 TATA 55 L
ZE7E AT ], WRER A 35 5], X B4 12 ], WL ER A A
TATA (TA)6/7 485 X 5848 FE H 43 A | Fik PRI R 1 v
FXIRAL, 22 5 G T X (P>0.05) , WL 2,
TE UGTIAI 25 1 41 i 7 X 3L % B P220Q 45 L
ZRAF 849, HA SR ZH 7 1], X6 B4 1 ], SR AL 1Y
P229Q(TA ) 6/7 i LG8 AR FE [ 73 A 5 PR R 3 vy
FXHRRA, 25 BT # 8 X (P>0.05) . WL 3,

*®2 LA UGTIAI TATA EFE RIS 75 AR & (L & F 37
be3gk [n(%) ]
Table 2 Comparison of UGTIAI TATA box genotype distri-

bution and allele frequency between the two groups [1(%) ]

FE TR B 4y A S FE PR
noogih T RGT EAEM A G
(A/A) (A/G)  (GIG)

WL 100 15(35.00) 20(20.0) 65(65.0) 150(75.0) 50(25.0)
XHHRZH 50 5(10.0)  7(14.0) 38(76.0) 80(80.0) 20(20.0)
V! 0.721 0.813 1.875 0.932
PiE 0.396 0.367 0.171 0.334

®3 WHAUGTIAI P22oQ EER S HIAREME R AR
bb3s [n(%) ]
Table 3 Comparison of UGTIAI P229Q genotype distribu-

tion and allele frequency between the two groups [1n(%) ]

FEH Ry A S R R
noo gy MAET AR
(A/A)  (A/G)  (GIG) A G
M2 100 3(60.0) 4(30.0) 93(10.0) 130(65.0) 70(35.0)
WAL 50 000.0)  1(2.0) 49(98.0) 60(60.0) 40(40.0)
AL 0.383  0.026  1.651 0.718

PfH 0.536 0.872 0.199 0.397

FE UGTIATL 3£ [H 1 4h i F X 3% Bl G7IR 45 L %=
s 33 4, Horh WL g 40 18 1], % BR4H 15 ], Wi %%
1) GTIR (TA) 6/7 55 Lo 78 Je [ 43 A | 3 PR i
R TR RA, 22 R A G2 B L (P<0.05) .
L3 4.

*®4 TWAUGTIAI GNIREREE S HIUAREMERIAE
Eed [n(%) ]
Table 4 Comparison of UGTIAI G71R genotype distribu-

tion and allele frequency between the two groups [1(%) ]

FE KR53 A E TR iSE RS
noogify JRGF WHER A G
(A/A)  (A/G) (G/G)
WL 100 7(7.0) 12(12.0) 81(81.0) 135(67.5) 65(27.5)
XL 50 15(30.0) 000.0) 35(70.0) 50(50.0) 50(50.0)
Pl 14.089  12.766  2.301 8.637
PAi <0.001  <0.001  0.129 0.003

2.3 miH A L LD FAE i £ R R

Z N & Logistic 71353 1 45 2R R, GTIR 44
SCERAR R L IR AT K IE Y I ST fE B R 2R
(OR=5.376,P<0.05), W#* 5.6,

x5 HWMFEILSELRNENTEMRE
Table 5 Assignment of variables affecting neonatal

hyperbilirubinemia

R A AR

B LR IZLER e

A L e
R LIE

GTIRF X 1=SEH RIS SR I RT3 R AR 5848 5 0=
A IR A S e R A e A 5870

AR

=
fen

1=5 7k 0=

i
K
e
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Fo FmIHEILSELEMEER S ERE Logistic B4
Table 6 Logistic regression analysis of multiple factors

affecting neonatal hyperbilirubinemia

Fai

AR i B1E SEMH Wald y*{ OR{H  95% CI P

G7IR 5 X R7% 1.682 0.633  7.061  5.376 1.555~18.591 0.008

3 itig

T MEL2T 2% I 4 HE 21 2= A QI A 0 1E %
S ol e ol G s o W (| R [EEA N =B O W oo e
I T ORI DU Bl L B R R AE , H L
FHR&=IL, T LIRS Rk T4, L
B M B HE U B N2 3R S BN AL R AR it
B, Mg R #E , (RAMFGR R, IHL R 2
UGTIAI B 455 IKY , 11 UGTIAT B I 2=
SRLr A A — R s R A BERR T 2
ST B D PR A AN BH D BT A A L s IR 2T 2R
i 1) % 4 5 UGTIAL B 98784 X,

4 0 Y EE A 2 & B 300 Z2 8 UGTIAL
(1Y 9 A8 AL 17T RH 21 20 0 1Y 28742 O X A HE
AR B LA B RAR =R, ARWF5E 4
KB WA K GTIR(TA) 6/7 #5 L5878 FL K 43
A FE BRI, #2578 GTIR(TA)6/7 %
A5 3 AR A LR AR AT R MR G s i H R A
1E T, B VLA B T 5% 8 2 1K (OATPs) J& — 41 7¢
GTIR A=Wl I ke L5532 T A, % AR WA oy 45
DALV A1 T 0 T T B RN T B Al
38 A L B2 22 a0 A9 ™ B R B B T G7IR
FER AR 228 X 8 R DI AR A 52 i . 28 AR 1Y)
G7IR HE B WP Wy H o A B ¥ 51 5 IE W
G7IR A, ik 2 T IEH GTIR i PifE, S 805
BRFEAREYT & IEHW GTIR B — 4454, 1
G7IR(TA)6/7 £ LB 5 T e L &4, 7
ORA B A TS R, DT 52 e K 5 ok Y
HEYTte . AL RS Shibazaki 55 W 5T 45
B3

KR — 2 Z &R Logistic 8114 73 Hr 45
TR, GTIR 45 X ZEAE J& 3 A L i IR ZT 2R I 119 7l
SPGB R o M HE R TE T, BT RO )RR
ghAa L A AR AR R B e T R A
PSR v BT GTR 2 I NG 5 R 1y — >
BLEGIE PR, 52 2 IR LT 2 E AN K B R, GTIR
e SRR L A5 PN B 20 b 1 2R 2RI S GTIR S
— ML R, AR — i s AR A T

W, 2 5 MR AR o A AR ) LR I
B Lhkia ik ek inEh  — e n] A HLIG UK
P, A AT 2R 55 IR IS L 25 ) AN IR
PR o TN AR B I 32 Na+ (RO M AR
Na+HK it s 1, G71R JL R & —Fh Ik Na 4
Feiz R XTI B SRR AR T, SR SR 4 A 1Y
JRER R R AW RIS R PR i K
125 W) R AN PE B B, XA N IR 2T R AR A
TR, ARWFIE S5 AT & Walker-Pizarro 55
RIS

2 SN R = SRR N | R O o
G7IR 4l X 287545 X2, UGTIAIGTIR % L5875 1] fig
T K fE R N £, UGTIAIGTIR 5 X 58 7F
Al BE 248 o AR L s 20 2R e B9 & LR %
THURHF 5 0] Ay e PR 2 A A B DR A L e B0 2% 1
JiE B2 A AR B

S % SHk

(1] sk, skER, BOLSE, 55 . SRR EED RS Y 1 SEn 7€ 1 PCR
R HE L LT ZR UAE A DG HE R SLCO1B1 A388G Z 4k
(7] s A LRHIGIRZ A, 2017, 32(14) : 1094-1096.

[2]  Qattea I, Farghaly MAA, et al. Neonatal hyperbilirubinemia
and bilirubin neurotoxicity in hospitalized neonates: analysis of
the US Database[J]. Pediatr Res, 2022, 91(7): 1662-1668.

[3]  Hulzebos CV, Vitek L, Coda ZCD, et al. Screening methods
for neonatal hyperbilirubinemia: benefits, limitations, re-
quirements, and novel developments [J]. Pediatr Res, 2021,
90(2) : 272-276.

[4]  Kuitunen I, Kiviranta P, Sankilampi U, et al. Ursodeoxycho-
lic acid as adjuvant treatment to phototherapy for neonatal hy-
perbilirubinemia: a systematic review and meta-analysis [J].
World J Pediatr, 2022, 18(9) : 589-597.

[5]  Hulzebos CV, Vitek L, Coda ZCD, et al. Diagnostic meth-
ods for neonatal hyperbilirubinemia: benefits, limitations, re-
quirements, and novel developments [J]. Pediatr Res, 2021,
90(2): 277-283.

[o]  ABE =S LRSS 2B e LB A, (AR LR ) 4
B2 A L LA R A2 W AR YT & R 3R T ]
T LR 2014, 52(10) : 745-748.

[7]  Huen KH, Fong C, Roach G, et al. Is hyperbilirubinemia a
contraindication for neonatal circumcision? a survey of prac-
tice patterns of pediatric urologists and a review of the litera-
ture[ J]. J Pediatr Urol, 2021, 17(1): 88.e1-88.¢6.

(8] Monzani A, Remorgida V, Rabbone I. High rates of neonatal
polycythemia and hyperbilirubinemia during the first phase of
COVID-19 pandemic in Italy: a single-center experience [J].
Ital J Pediatr, 2022, 48(1): 100.

(F#% 1640 1)



- 1636 - BT EWi SR TaE 20234E9 0 45154 4591 J Mol Diagn Ther, September 2023, Vol. 15 No. 9

. a
.’I,/a 3 e

25 LIS i X/ )L A4 M B JE R 1L-6 . Cor
Fe ACTH 5500

i*%‘/‘}il éﬂ'}l/ﬁl g{i’]‘ﬁ?z*

(# E] H® S0relrmfLEm a7 3N LE 24P i 96 A -6 (IL-6) 17 i (Cor)
f2 B AR H iR (ACTH) RS2 . ik BEHL 2015 4F 12 A £ 2022 4F 12 A & 215 4 K B
HMBHICA 1 52 2% bR 92 A8 L 201 ], AR 4 TR 7 28 R TR) 43 hy 1% 2 T 1 ) 2 010 e (R B ) 98 81 Rl 22 Ik B
LI e85 R (UOTLA) (WF5541) 103 Bl o XF L P20 F- AR F8 b L 4 5E AH S F [ C KW 2 1 (CRP) | IL-6
A5 (WBC) ] S A5 K F (CD™ .CD™ .CD*) \ b #4545 (Cor L ACTH) M FF K9t & A A . B5 R
ST F AR ] YO B RS T THEARH 5 | ik ) 359 0 4 5 HR AL, 2 aft /D T3 R4, 25 5
A G L (P<0.05) . #F5524 CRPIL-6 /KA F X R4, WBC /K P T4 B4, 22 F A S it = 3
(P<0.05), WF5E41 CD™ . CD" /K- F Xt B2, CD* KA X BRA , 22 S5 A G2 L (P<0.05) . P4
ARJG Cor S ACTH /KF T+, HWFFE4H Cor M2 ACTH /K3 i FAR T-XF B4, 22 A G it L (P<
0.05), A5 (1.94% ) I KAk 6k A R B AR T X IR A (11.22% ) , 22 58 Giih24 3 L (P<0.05) . &5it
N FH UOTLA JR77/INLE 220 B B R BA B /N WKE R 2 4k SR 3, vl BEAIRTE AR 5 %) G e AH G
PR (R 52 0, 038 WA A i 2N, 65 17 38 2 g 5 81— S 45 11, AT AE IR PR v T3z 4 1 H

[X8iR] Sl Ess; NLEZMERER ; IL-6; Cor; ACTH

Effect of transumbilical single-port laparoscopy on IL-6, Cor and ACTH in children with
complicated appendicitis

WANG Yibo', HU Jiangtao', ZHANG Xiaokun®*

(1. Department of General Surgery, the Second Hospital of Qinhuangdao, Qinhuangdao, Hebei, China,
066600; 2. Department of Pediatrics, the Second Hospital of Qinhuangdao, Qinhuangdao, Hebei, China,
066600)

[ABSTRACT] Objective To analyze the indirect effects of transumbilical single - port laparoscopic
treatment on interleukin-6 (IL-6) , cortisol (Cor) and adrenocorticotropic hormone (ACTH) in children with
complex appendicitis. Methods A total of 201 children with complex appendicitis admitted to the Department
of General Surgery of the Second Hospital of Qinhuangdao City from December 2015 to December 2022 were
selected. According to different surgical plans, they were divided into the control group (98 cases with
traditional open appendectomy) and the study group (103 cases with transumbilical single - port laparoscopy
(UOTLA)). Surgical indicators, inflammatory factors [ C-reactive protein (CRP), IL-6, white blood cell count
(WBC) ], immune factors (CD**, CD'*, CD""), stress indicators (Cor, ACTH) and complications were
compared between the two groups. Results The operation time, incision length, postoperative anal exhaust
time and drainage time in the study group were significantly shorter than those in the control group, and the

blood loss in the study group was less than that in the control group, the difference was statistically significant

AERA K2 HTAHHEE LR A (201902A088)

AT AR BT H R LR, T, A 2 5 066600
2. 52 B % ZERILHE, T, A2 5 066600

*iBAZAVEE KA E-mail : 119563289@qq.com
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(P<0.05). The levels of CRP and IL-6 in the study group were lower than those in the control group, and the
level of WBC in the study group was higher than that in the control group, the difference was statistically
significan (P<0.05). The levels of CD’* and CD"'* in the study group were higher than those in the control
group, while the level of CD*" in the study group was lower than that in the control group, the difference was
statistically significan (P<0.05). The levels of Cor and ACTH in the study group were significantly lower than
those in the control group, the difference was statistically significan (P<0.05). The total incidence of
complications in the study group (1.94% ) was significantly lower than that in the control group (11.22% ), and
the difference was statistically significant (P<0.05). Conclusion The application of UOTLA in the treatment
of complex appendicitis in children has the advantages of less damage, quick recovery, and high safety. It can

reduce the influence of surgical injury on immune-related factors, improve the body’s inflammatory response,

and control the stress response to a certain extent. It can be widely used in clinical practice.

[KEY WORDS] Transumbilical single-port laparoscopy; Children with complicated appendicitis; IL-6;

Cor; ACTH

NILE AR5 & LR W 2UE , 2 & T 5
B ULELE, R B RGN T1%~9%" . /NLE A
] 2 9 B AR IR A IR L A B 0 MK A5 i 1F
JEES Dy KA B s R A, TR
o] FE % L ELVR T O R BEAE IR IR R 2R R G2 T
MEFA R RYIbRE E (0 EA —E a0,
RIGWKENE I RAEZ o S I I S R FE B 2
1Y)z e R ) B D) SR AR TR AR rh R 2
B o 28 5 AL R R 55 R (Umabilical one trocar
Laparosepie appendectomy, UOTLA ) 7 & I8 [ 53 4
HEENRTEA L, v 58 2 THER IR AL R 2, H Al i 7
PRA S I A R 2845 00, B U0/ 2 etEm
GBS AW RN, R RN kKRR —,
M UOTLA J7 805 Wn INFAE 22 5 . HAT A
UOTLA == % i JH T B i [ 8 R sl AR 52 A4 i Ak
e P TR 8 48, AEL BT X s R G Ak R 2 L M B 8 R
Lo bR T TR e b 45 52 2 P TR e A D) A /0 g
UOTLA, Ji A J2: [A oy [ 2 Joi 1) 9 7™ B, 4% A X S8
=, B EA 7 Z i i i AT IR . AR s
TE 53 BT 28 155 B AL WS B 06 97 6 /N JL 2 2 Pk ) 2 %
4 % -6 (Interleukin-6, IL-6) . 57 i I (Cortisol ,
Cor) M At 5 I+ Bt J2 J5 ¥ % (Adrenocorticotropin,
ACTH) I3

1 ABSHE

1.1 — sk

PEHL 2015 4F 12 1 & 2022 4F 12 H Z B B 114
TR ANRHIGA 1) 4 R R AR UL 201 4], 15 2
W AR A A 7] TR 28 43 R A% g I 0 R DT B (O
W21 )98 {5l 1 UOTLA (WFFE 2 ) 103 7l . 40 ABRifE

D2 5 B 2 Ko FAG A w12, H A =k
REAFA (2015 4F 2UE AE FEASIEG PR 52 BR4E B ) HhAH G
bR E s @ R AT I F AR RIT
@Il PR 7T R 55 42 s o< F <14 % . HEBR bR
OHEHAFAREZIE; QKRS MAERERH
s QU DI REAS 4 BE AL H R . oot R
N5 61 B, L 37 B, AR 5~11 %, FI4FE 1% (6.83+
0.53) %, JiFE 2~6 d, FIJHFE (4.11£0.37)d, %5 B
I AL MR 31 41, SRR ZE FLME 67 i 5T 4
565 W, & 38 4], it 5~10 %, FHYAE RS (6.45+
047) % 5T 2~7 d, 95 2 (4.86+0.43 ) d, %5 31l
FRY AL ZEFLPE 33 B, NI ZE AL 70 4] . P4
— R L 22 T RS F R X (P>0.05) , A
Al HE . ASHIFIE 48 B R 2 A0 PR ZE D Stk
ZRBJLEP AN &E G FRZES) -
12 Hik

X HEZH (L e JF IR R R VI BR ) - BUA T I 22 1K
P, K25 emo UITFHE ZMEHULREE B, B 40 25 i
PARHIL R JE R L, VIO RE RS 2% o i AT i 2 I
IR M, 0 B R i 2, VIR 2

WEZ 2 (UOTLA) « W 5 e v I I8 s 38 i i s
3 5 I s U 25 2L 2 1) ) RGeS 5 4R
Uity , F043 U 5 H TR0 S R R R, A AU e dp [
B2, K A RS, T BRI, O A e e U0 1
PLEA T . 2 5B U0 10 45 Y ol 2 Bl P R o
I ] 2 S R FH FRL A 2 o3 Dkl R AR TR s o el
1.3 MEIRbR
1.3.1  FARIEr

FEMAFEF AR PO E KR R
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1.3.2  RAEAHICHF

ARG 43 5 R 4 BOLER Pk 3 mL, 25 .0 (F%
# 3 500 rpm, 10 min, .0 248 10 cm) , J5 R HL
VW, SR FH T K e g W B A I € N 1
(C -reactive protein, CRP) | IL-6; >k H] 1L Fl %¢
URLT 4 [ 3l 1 % 43 B A 2% K DU 48 3 22
( White blood cell, WBC) /K-, CRP 5l &k A
i v AR R A IR A R IL-6 R &k A L
50 SO N BB B A0 A BRA Tl o R AE AH 5C B 7
IKF AR Ao
1.3.3 HIEMHKHF

ARG 53 5 R AR B LF KL 3 mL, 28 85041
BEALHLS (D7 kTR 1.3.2) , R I UL 52 & P2 JR4E Cyto-
FLEX SRT it =X 4 ff2 { £ il CD** . CD** . CD** .,
CD” .CD" 7K V- /& i i, CD™ 7K PRI 4y
1.3.4 IR RR

AR5 53 5 R AR B LF KL 3 mL, 2.0 77 50
) 1.3.2, >R A2 L3 , b7 FH MR £ 988 W2 B i 45 I Cor
Je ACTH 7K-F-, Cor i F &2k B L3k AE YRk
AR E, ACTH I &k A I EAYFHA

({R/NIEI P IVAT: € =1 v G L (1214 SEae
1.3.5 JFRI4E

WL I GETT A IR Y | s 5 4% e e K L A
Fe M AR
1.4 Giilt2Firik

K H SPSS 21.0 Gt i A r it o b, o h
PERERF (+5) 2R, B LRCR T K56 5 114
FORHE L n (%) FoR IR YRS, YL P<0.05
h 2R AA IR L

2 HFHR

21 FARIER

WFE L F AR B ARG AT HE A
£ 51 s (] XA B i 0 X R i e D T X A
M, EZRAGI R L (P<0.05), &1,
2.2 RIEMCHT

PIZHAR J5 CRP . IL-6 /KF-¥44 It - F+, WBC 7K
SRR, HAWFSE 4 CRP IL-6 /KA T I 2H , WBC
TRV TR IR, 22 A 4i it 22 i L (P<0.05) .
W2,

®1 WAFRIERILE (vxs)

Table 1 Comparison of surgical indicators between the two groups (x+s)

21 n FARME] (min) YIH KB (em) 4% 1fi 42 (mL) AJg AL THERR K () SlAFE (h)
X HRZH 98 78.56+7.41 5.14+1.03 29.38+5.21 36.43+6.22 40.63+6.36
5T 20 103 65.29+6.34 1.63+0.55 13.62+2.37 21.53+3.07 23.05£2.47

i 13.663 30.338 27.825 21.694 26.065

P <0.001 <0.001 <0.001 <0.001 <0.001

R2 WHCRP.IL-6 % WBC RikKFELLE (x+s)
Table 2 Comparison of CRP, IL-6 and WBC levels between the two groups (x +s)
- CRP(mg/L) IL-6(ng/L) WBC(x10°/L)
4 n — ; — ; — :
AH VNG AH N AH] VN

X} B4 98 22.61£3.25 53.42+7.89* 26.37+3.47 38.63+5.74 15.25+2.47 5.27+0.65*
W4l 103 23.31+3.34 46.52+6.41° 27.18+3.53 30.11+4.56" 15.63+2.49 8.62+1.11°

2D 1.504 6.819 1.639 11.680 1.085 25.041

Pl 0.134 <0.001 0.102 <0.001 0.278 <0.001

7 M AR AT S g, *P<0.05.

2.3 EMEH T

PR JG CD™ . CD" /K F- ¥4 i 2 T [, CD™ 7K
S T BRFSE4H CD* . CD™ /K- Txf a4, CD™
TR T X R, 22 7 A Gt 2% & L (P<0.05) .
WL 3,
2.4 AR AR

WiZH AR J5 Cor & ACTH /K3 FTF, ot
Cor J ACTH /K V35 8 E L F X4, 2 5 A 51t

2 L (P<0.05), W4,
2.5 JFEIE

ST AL (1.94% ) - A AE i A R BT B AKX R
H(11.22%) , 2R A G F R L (P<0.05), WS,

3 it

UOTLA F| F JL 25 I8 BE I8 L & & i oK {8
A MBI R T I R v AR L B A DT
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*®3 FACD".CDA' . CD"FREKFLLE (v+s)
Table 3 Comparison of CD*, CD" and CD" levels between two groups (x+s)

CDCS-* CD1+ CDIH—
iRl n _—s : — : _— -
AH] VN Nl VN A A
X IR 21 98 66.25+7.53 53.42+4.02 42.87+4.69 34.88+5.74* 23.26+3.14 27.93+4.25"
T 103 66.89+7.66 57.86+5.80" 43.08+4.74 37.92+6.78" 23.87+3.45 25.1823.69"
i 0.597 6.211 0.315 3.422 1.308 4.905
P 0.551 <0.001 0.752 <0.001 0.192 <0.001

1 R ATT G L, *P<0.05,

F4 T Cor & ACTH RiEKFLLE (x+s)
Table 4 Comparison of Cor and ACTH levels between the

two groups (x+s)

o Cor(ng/L) ACTH (pg/L)
¢ n
Nl ARG AR ARG

YFHRZH 98 160.28+26.31 255.37+34.13° 20.15+3.01 30.806.68"
FFE4H 103 158.37+26.14 188.19+30.17° 20.67+3.11 25.34+5.17°
t{H 0.516 14.802 1.203 6.498
Py 0.606 <0.001 0.230 <0.001

1 R ARG FE#, *P<0.05,

x5 MAHREREERLE [(2(%)]
Table 5 Comparison of complication rates between the two

groups [n(%) ]

Maesay R

24151 no Qg Wi i L BEHER
XA 98 6(6.12) 3(3.06)  2(2.04) 11(11.22)
W4l 103 1(0.97) 1(0.97) 0(0.00) 2(1.94)

PALE 7.153

P 0.007
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FRZE T FR 21, FLAFF 9T 40 (1.94% ) I & iE e A A 2R 1
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/RN oy T W SN T LS R e Ry Y ok

7E UOTLA H (9 i FH AT DL R iS5 A7 R B 1) 2R T L
Ji FURE L 20, 28 8 oy 5, SR IBGHS  i J 4H 4L L )
564 VI BRIRBE I 8 , A 50020 T il - AR R A Xk
JE R L T e, R B R TE R R
ZH 2V e A R, mT LAKE R U2 X R R I 1) B R
VE AN 2 5 4

S R R AR R A AR E B I BRLAZ AT N
PERLANNE 25 K Az 180 , 2575 s 200 4 T R, 233l
PR A JRE AH G R F BRI, N ARRE ', CRP
S 2 W B A4 4 2468 405 K 4 RE 3 BR R 1) A O B
F, S RRE O, HOKEF BT TL-6 02
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Role of cAMP / PKA-pCREB signaling pathway in early rehabilitation training to improve
neurological function in stroke patients

SUN Xiaoxing*, GU Yuling, CHEN Wenya, ZHOU Xu, ZHOU Xiaomao, SUN Gongwei

(Department of Rehabilitation, Jiangsu Nantong Third People’s Hospital (Nantong Third Hospital Affiliated to
Nantong University ), Nantong, Jiangsu, China, 226001 ]

[ABSTRACT] Objective To investigate the role of cyclic adenylate (cAMP) / protein kinase A
(PKA) -phosphorylated cAMP response element binding protein (pCREB) signaling pathway in early rehabili-
tation training to improve neurological function in stroke patients. Methods Patients with ischemic stroke
were divided into the observation group that received early rehabilitation training and the control group that re-
ceived routine rehabilitation training. Before and 1 week after the intervention, neurological function was as-
sessed by Mini mental state examination (MMSE ), Montreal cognitive assessment (MoCA ) , Fogl-Meyer as-
sessment (FMA ), Motion Function Scale, Berg Balance Scale (BBS). cAMP, PKA, tumor necrosis factor-a
(TNF- «), interleukin-18 (IL-1B), interleukin-6 (IL-6), malondialdehyde (MDA ), superoxide dismutase
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(SOD), total antioxidant force (TAOC) , B lymphocystoma-2 (Bcl-2) , Bcl-2 associated X protein (Bax) ,
cysteine-containing aspartate proteolylase-3 (Caspase-3) contents in Serum and pCREB expression levels in pe-
ripheral blood were measured. Results The MMSE, MoCA, FMA, BBS score of two groups after interven-
tion were higher than those before intervention and the observation group was higher than the control group,
the difference was statistically significant (r=5.099, 3.778, 2.658, 3.502, P<0.05), serum cAMP, PKA con-
tents, and peripheral pCREB expression levels were higher than those before intervention and the observation
group was higher than the control group, the difference was statistically significant (r=3.858, 3.958, 8.815,
P<0.05). Serum TNF-«, IL-1B, IL-6 levels were lower than those before intervention and the observation
group was lower than the control group, the difference was statistically significant (=10.338, 9.395, 5.936,
P<0.05). Serum MDA level was lower than that before intervention and the observation group was lower than
the control group, SOD, TAOC levels were higher than those before intervention and the observation group
was higher than the control group, the difference was statistically significant (1=5.272, 3.714, 4.753, P<
0.05). Serum Bax, Caspase-3 levels were lower than those before intervention and the observation group was
lower than the control group, serum Bcl-2 level was higher than that before intervention and the observation
group was higher than the control group, the difference was statistically significant (r=18.669, 11.346,
9.903, P<0.05). Conclusion
stroke patients is related to the activation of cAMP / PKA-pCREB signaling pathway and the inhibition of in-

Effect of early rehabilitation training on improving neurological function in

flammatory response, oxidative stress, and cell apoptosis.
[KEY WORDS]

way ; Inflammatory response; Oxidative stress; Cell apoptosis
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F1 (Bax) . 7 2 e 2 R 19 K 4 2 R B 11 /K fft it -3
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1.3.3  THlHTfS A5 Il p)CREB ik 7K F-

T 0 S A IR I PN R B 2 AN )R
VK I 3~5 mL , SR FH %5 B 6 3 B8 00 v 43 B R A%
SR, I A A M R R IR M R L R
Western blot 72 4 Il 4 J&] it 5.~ #% 4 ffd - pCREB
(1) 4235 7K -, pCREB —$i 4 36 [# Abcam A\ 7] i
BELLAI M 1:800, L) B-actin NN Z: 348 pCREB
FIRIKF- o
1.4 Gile#ab

K HI SPSS 23.0 i 1T Geit2pAb 38 . 5L 5
BAEBIFE G IES A G BOR DL (R £5) 538, OF
PEAT IR ST FEAS ¢ K6 56 B T X AR AR ¢ K256, P<0.05 R
ZRAGIFE L,

2 HFR

Wi 2H T TR 5 2T REPE 4 1 HL iR
T , M2 MMSE .MoCA .FMA . BBS -4}
Y T4 W T AT (P<0.05) , HOULEE4H & T % i
H, EZRAGI R L (P<0.05), WE1,

2.2 WALIR YT HTE IMLE cAMP  PKA J #h J& i
pCREB 1 L4

T 5, 76 41 1 7 cAMP . PKA 75 & K 4h R
Il pCREB K 35 7K V-3 5 T 240 9 T Fihiy , HOUL &S
A TR, ZR A5 FE L (P<0.05), U
2 K1,

21

®1 PATTRIENNINEER SRR TSR (=)
Table 1 Comparison of cognitive function and motor function related scores between the two groups before and after intervention
(x%s)
] MMSE MoCA FMA BBS
ZH) n . — N . — N
+ Pt THR + A TP + Pt THR + A T HUE

pUESEl 36 16.88+3.12 27.74+4.25" 17.95%2.75 27.62+4.41" 63.59+9.49  88.32+13.25"  37.84+6.32 51.33+£8.35"
XHARA4L 48 17.01+3.32 23.35+4.08" 18.14+2.52 24.51+3.57" 62.84+8.87  81.44+11.84"  38.12+7.72 45.52+7.72°

i 0.194 5.099 0.349 3.778 0.396 2.658 0.190 3.502

Py 0.846 0.000 0.727 0.000 0.693 0.009 0.850 0.001

T AT B 5 T T AL, P<0.05,

xR2 WMARFTHIEME cAMP.PKA R 4MNE M pCREB B LR (x+5)
Table 2 Comparison of serum cAMP, PKA and peripheral blood pCREB before and after treatment between the two groups

(x+s)
15 . cAMP (pg/mL) PKA (ng/mL) pCREB
R TR R THR T AT THE
WAL 36 93.41£11.32 126.62+15.58" 8.76+0.95 12.72+2.32° 0.22+0.04 0.4120.06"
XJHEZH 48 94.28+10.84 113.22+17.72° 8.91+1.04 10.94+2.04° 0.210.05 0.3120.05°
& 0.380 3.858 0.825 3.958 1.057 8.815
PiH 0.705 0.000 0.471 0.000 0.293 0.000

T AT U 5 T T AL, P<0.05,
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Figure 1 Protein bands of pCREB in peripheral blood of

patients before and after treatment in both groups

2.3 PILLIRYT R L RAE 1 Fo A
5, P4 AL TNF-o  IL-18 \IL-6 75 51

TN T HinT, E MM TR, 2R A5

HeEE L (P<0.05), W3,

2.4 PHLIRYTHTE NI E AL RS AR Y L
T, PiH I3 MDA & & 4K T T #iRi B

WEE AR T %5 IR 41, SOD . TAOC % ¥ T 1

A ELW A i T R, 2 A Gt L (P<

0.05), W3K4,

2.5  PHYLIAYT ES LS A T bR Y HL i
T, P47 Bax | Caspase-3 & & £k F

T 9T LA F X IR, Bel-2 S T

3 it

S B A T S R A T RE B bR T il
IR A PUEE R P SRR T T Bk
It i 28 2 i 3 1 DA el i e T e A, R e
BT R E N Zr X B M e e R A E 2 &
Sl

H G A I PRI 5 DA Ry B 2 I 2 1 iy B [ 2
5 W) S5k L i A R R A ORI R R R
W E IR A RENCE R R R, RE
FE] N A0 2 2 I PR ATE T, 400 B 52 91 5 1) T s st
BILJR B i P i 245 p R A BE IR YT 24 h N LR B
FaE oA fa B, L R AT R B I 2 1 b 2 )
REfL T W MR E I . AR T2 R
H 1 52 11 5 R R B S I 5 % e ot i A R
H, AT AN ) B U 25T 10U M D) BB Fliz 3
IRE I 7 T PE Mt 22 T R L 5 4 32 B 52 01 2k

R3 BWHEBFHIEME TNF-a JL-1B.IL-6 BIELER (x+s)

Table 3 Comparison of serum TNF-a, IL-1B and IL-6 before and after treatment between the two groups (x+s)

TNF-a(ng/mL) IL-1B (ng/mL) IL-6(pg/mL)

R uii] THUE g i) THUE i) THUE
WA 36 7.82+0.94 4.010.62* 5.230.85 3.0120.52* 132.58+20.12 89.39+12.51°
Xt B 48 7.9520.98 5.52+0.77* 5.4020.92 4.120.61° 134.42+18.59 108.61+17.85*
t{H 0.653 10.338 0.924 9.395 0.460 5.936
PH 0.516 0.000 0.358 0.000 0.646 0.000

TE AN T B 5 T BT LA, °P<0.05.

F 4 FEARITHIEME MDA . SOD . TAOC HILLE (v+s)
Table 4 Comparison of serum MDA, SOD and TAOC before and after treatment between the two groups (x+s)

a1l . MDA (mmol/L) SOD(U/L) TAOC(kU/L)
I THUE i) THUE T THE
Uil 36 9.59+1.15 6.86+0.94° 54.49£9.93 71.32+8.87* 6.3620.94 9.12+1.14°
Xt HE 48 9.67+1.22 7.9120.98* 55.22+8.62 64.47+8.94° 6.510.98 8.03+1.08°
tE 0.325 5.272 0.377 3.714 0.753 4.753
PH 0.746 0.000 0.707 0.000 0.453 0.000

T HN T BUS 5 T T AL, P<0.05.,

=5 MWHEIRITRIEME Bax Bcl-2,Caspase-3 BIEEE (v +s)

Table 5 Comparison of serum Bax, Bcl-2 and Caspase-3 before and after treatment between the two groups (x+s)

o . Bax(ng/mL) Bcl-2(ng/mL) Caspase-3 (ng/mL)
T FHT T i T T R
WLEZ 21 36 1.93+0.22 0.81+0.12* 3.32+0.51 1.62+0.25" 1.48+0.22 3.47+0.46"
X R4 48 1.98+0.24. 1.34+0.15* 3.41+0.48 2.33+0.34" 1.55+0.26 2.67+0.32°
tH 1.046 18.669 0.880 11.346 1.394 9.903
P 0.299 0.000 0.381 0.000 0.167 0.000

AN S 5 T AT g, *P<0.05.
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(¥ E] BH W T RBKIK G 22 CHivG A T7 I A s gk & MU 97 8%, I X 58
S AL R 8 B (GSH-Px, SOD) #1478 3% A F (BDNF . NGF) /K [52 0 . A7k #EH 2021 4F 10
H 2 2022 410 A 7E#E 0T AR ERLEABHIA Y 66 01 16 A S 4k & M0 o VE A BESE T 4, 15 18
BEMLEC T 2R W FL o P20, Xof BRI 33 B ;R 38 45 T 2 S Hi VU IR YT  WFFR ALY 33 B E 45 T T 2Rk
A 22 ZALVEHIRYT SR AL IT 85 DL e R AR F SR AR G s S i 228 32 IR K AE fk . S5 R
WS AL A A B A ORI i T B AL, 22 2R G248 L (5°=3.995, P<0.05) ; IGIT I, AL 1Y 4%
TR M IR - A 3R -2 KT, 22 R R4 T2 X (1=0.377.,0.627, P>0.05) ; 697 )5, DFoE 418
H I MIE IR F AR -2 KPR X IR, 22 30 Gt 22 X (1=7.381 .6.675, P<0.05) ; 3R I7 1T,
20 FRE 1Y) S AR N DS A SR 4 SR IR IR KO 25 S o 4 i 2 X (1=0.081 ., 0.156, 0.089 ., 0.622, P>
0.05) s IR Y7 I , S84k N7 AR A il 28 78 95 1 1 K OF S B Il e 0 IR A, 25 R e 2 A L (1=9.331
20.745.5.453.3.599, P<0.05) . 5 T ARBKIEA A2 LBV HU0] G AR YT I AR Hh IS 4k 2 PR , B IGR
H RN, (AR TENG R LA R o

[EgiR] TR Z& 200938 ; hizs b s gk & P

Effect of butylphthalide combined with levetiracetam on the treatment of secondary epilepsy
after stroke

WANG Shaojin*, CHEN Hairong, PAN Biyun

(General Department of Haikou People’s Hospital, Haikou, Hainan, China, 570000)

[ABSTRACT] Objective To study the effect of butylphthalide combined with levetiracetam on the
treatment of secondary epilepsy after stroke, and to explore its influences on inflammatory response, oxidative
stress index (GSH-Px, SOD) and neurotrophic factor (BDNF, NGF) level. Methods A total of 66 patients
with secondary epilepsy after stroke admitted to the General Department of Haikou People ’s Hospital from
October 2021 to October 2022 were selected as the study objects, and they were divided into two groups
according to the random number table method, 33 patients in the control group were treated with levetiracetam,
and 33 patients in the study group were treated with butylphthalide and levetiracetam, the therapeutic effect,
inflammatory factors, oxidative stress and neurotrophic factors were compared. Results The total clinical
effective rate in the study group was significantly higher than that in the control group (%’=3.995, P<0.05).
Before treatment, there was no significant difference in the levels of tumor necrosis factor and IL-2 between the
two groups (=0.377, 0.627, P>0.05). After treatment, the levels of tumor necrosis factor and interleukin-2 in
the study group were significantly lower than those in the control group (1=7.381, 6.675, P<0.05). Before
treatment, the levels of oxidative stress indicators glutathione peroxidase, superoxide dismutase, neurotrophin,

brain-derived neurotrophic factor and nerve growth factor in the two groups had no significant difference (7=

KA A d Al T A RAT AR B (21A200426)
E B0 FTARERAHR, 58, % 2 570000
*i@AEAEE 20 #, E-mail : xiaoqw2023@163.com
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0.081, 0.156, 0.089, 0.622, P>0.05). After treatment, the levels of glutathione peroxidase, superoxide

dismutase, brain-derived neurotrophic factor and nerve growth factor in the study group were significantly higher
than those in the control group (r=9.331, 20.745, 5.453, 3.599, P<0.05). Conclusions Butylphthalide combined

with levetiracetam can effectively treat secondary epilepsy after stroke and reduce the inflammatory response of

patients, which is worthy of clinical application.

[KEY WORDS] Butylphthalide; Levetiracetam; Secondary epilepsy after stroke

i 2 R AT U B R R G0 e — il
i DL P AL R0 PR I PR 1) 2 B IR R R 3
A% MR TR i 08 5% , A5 o Fd A0 i 4 4 22, 41
i L RO 2R, A7 i 2 i Ak T kSRR 28 e TR Aok
TR AT PRI S R o I B A A R
B HURAE JE BUE R SR AR R R AT
FERM I Ze b B & IR AR T AR 10%, H
A 15% 7oA WM 26 v R 22 5] R Ak R PRI
Jigi A F R Ak P G 2 ™ EE S T SRR A 2
E, 51k & 5 2 RGP, FEAR R 1Y LR i,
Bl R EOILT: . NI, IR —Fh 2 2 30
AT 7 WS I A v I 20 S P i A A ok DR SR
Ko THRBRIR b 45 0 BB R R EPA A 3
R K — 2808 2, 7 5 i 86 A K
Py sz B LA GRS T RO R R B
JEGY , HAT AR SR AP IR BT | 48 1ML 3
Z R IR %2 T LU S XTI BRI A3
ML AP LE , SR (2 i S e 2 DD BE AR AL . /2
ALV I — MR B S B 25, R
145 2 A iR A2 AR P S AR R I e
Ao A1 A S o 28 0 S R, AR R RO L %
2yl IE T AR BT AR T TR
BRI 7 AL DY IR T7 N 2 v e 4k e P00 9 97
RO RAE LI R RL AR AR A48 R A 1K
PRI ARG

1 ImR&E#

1.1 — R

B O TN R BE BE 25 A BHE 2021 4F 10
22022 4 10 H AR W6 10 16 26 v s 4k & PR
B 66 BI1E MRS G 4% BRIE AL e SR Y,
H Ay BP0 2H (BIF 58 2 R HEAH ) | X6 AR 2 9 4F 8
17(60.03£3.09) %, B YE R 22 1], Lotk 11 ], B
31 33 4, % v )5 S B ] (18.2623.42) K BFST 41
FAF T34 (61.19£3.12) %, BH:h 20 6,
13 4, &3t 33 ], 25 o J5 oF- 24 i [A] (18.33+4.29)
Ko PHLLAES M 545 LA G R %R 22 7 B4 it

X (P>0.05),

B : QXTI E 25T 32 5 @2 il i CT
CHERR Hi i)  MRI (R 24 55 B2 i 45 v OFF
B CRURI2YT 48 1 ) XU (1 B2 AR i s @DAE
PR EeREH ; OB E I ZK B M R E . HE
BrAm i : 1A H WA M TFAR S @A i sk
TCRE AT AT V8 A O MR i i
PR A s @I R TR SE 3L . ARAF 5T T i B 2
TR B itiE i, B S . HYCo652 .

1.2 Bk

T 2L ki 2 v 5 A e P S R 4 T R
7, 90 G I BTEE PR ORI LT O
AR 2 5 v A T A5 L X RR 2 AR A T O R A
85T AE S HiVEIE e (R AR 25 ey A PR
o] HESCS H20143179, #EA% 500 mg/ A, 30
R HIRIGYT , # 1h ) 5 500 mg/ik , 2 K/,
R A i PR S L1t 32 1, B H 59 5 0T 3% 2 3 000
mg. WFFEALTEXS BRAT =LA 25 T T R ERS AL
T 5 W (24 48 A R 35 25 A RN w4t o S
5 H20100041 , ¥LH% : 100 mL: T MK 25 mg 5 4
B4 900 mg ) ¥AYT , #IPKIFE I, 25 mg (100 mL)/IK,
2 W/d , B U R AN D 50 min, 2 Y 251 ]
IBEA AT 6 h, 14 KR 1 AR
1.3 WEHEIR

X 9 2 i 4 v i 20k 1 0 8 B I IR 7
AT L . MRS BB KA B el G I, AT
Aoy 3 A TE TR B IO R A RO
1 UK TR TT T 50% ; A 0 Wi & A IR BRI
HI 2D 50%~75% 5 034 - B KA E UEUBR YT Hijs />
5%V 1o I IR BRI 25 R 1 A 3R =A 3+ AU
SEE100% 5 @ X A1 2 1 TR (Mg IR 38 R
T AN E-2) K AT HeEE; BRI 2 1 48U Ak Lz 38
TR bR AT B H BK o AL 97 1 ( glutathione peroxidase ,
GSH-Px) . i## S8 1k ¥y B 1k 1§ (superoxidedismutase ,
SOD) 7K - HEAT FL A8 5 X P 4 1) i 2885 37 DXL 1 g
5P #ih 2878 57 A ¥ (brain-derived neurotrophic fac-
tor, BDNF) | #fl 22 4= £ [ T (nerve growth factor,
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K 158322 514 SPSS 20.0 #F 17 5048 43 B o
THECFORHA R (e 5 3R , 41 1] L3R A S A
At KIYG HEAT , 4N B BCR T EC X REAS ¢ K960 61T 5
THE PR n (%) ikl 2 IR . P<0.05
h2ERA G R

2 &R

2.1 WAL IREEIRES Rt

TF 5T ZE I 2 R 5 4k % M BB I R 1S 3R 4%
B RN 96.97% 5 X HEAL B35 I RIB TT 3L
BB RCE N 81.82% ; BF 58 4l 1Y B A SRR T
XTHRA , 2 A G173 L (P<0.05) . WK1,

®1 PAKKEREROLEE (2(%)]
Table 1 Comparison of clinical treatment results between

the two groups [1(%) ]

n ToR 3R AL BA
PR 33 6(18.18)  8(24.24) 19(57.58)  27(81.82)
W4 33 1(3.03) 3(9.09) 29(87.88) 32(96.97)
P} 3.995
P1E 0.046

2.2 WAMIEIRIEINF K -2 KPR

IRIT R, WL A S Ak R P R
AL F AN -2 K LR LG22 X
(P>0.05) ;3697 J& , WFIT AL 3 09 s SR B TR 7
-2 KR TR R, 2R A S22 L (P<
0.05), WLFE2,

x2 WMAMBREEFRANER2KFHLER
[(x+s),pg/lL]
Table 2 Comparison of tumor necrosis factor and

interleukin-2 levels between the two groups [ (x+s), ug/L ]

iR T [ E-2
L

YTHRZH 33 68.2328.59 38.56+4.39° 89.02£9.56  59.71%5.29°
FFE4H 33 69.03£8.65 31.15+3.74° 90.56+10.37 51.26+4..99"
i 0.377 7.381 0.627 6.675
P{H 0.707 0.000 0.533 0.000

T SRR AT, *P<0.05,

2.3 4] GSH-Px % SOD /K-t 4%

IR IT T, P AL A S 4k MU R E 1Y
GSH-Px ,SOD /K2 ¥ IG5 11243 L (P>0.05) ;
BIT IR 554 B 1 GSH-Px . SOD /K- & T % IR
M, EZRAGIHE L (P<0.05), WLES3.

%3 W4 GSH-Px & SOD 7K FLL & (x+s)
Table 3 Comparison of Glutathione peroxidase and

Superoxide dismutase levels between the two groups (x+s)

GSH-Px(U/L) SOD(U/mL)
VRIT T RIT IR JRIT T WBITIE
XHEZH 53 42.76+6.77 79.52+10.59° 80.19+6.48 116.21+10.06"
WFFE4H 53 42.89+6.29 106.82+13.05' 80.44+6.51 185.29+16.27°
i 0.081 9.331 0.156 20.745
P{H 0.936 0.000 0.876 0.000

T 5 FE4RT AR L, *P<0.05,

2.4 H4] BDNF J Ifil i NGF 7K Lg%

TR AT, I AL A T S Ak R O R
BDNF \NGF H/KF-22 3 o245 X (P>0.05)
RIT )R, WE9T 41 B i BDNF  NGF (17K - 5 T %
MR, 2R AR L (P<0.05), W4,

%4 T4 BDNF & NGF K FLLE (x+s)
Table 4 Comparison of the levels of Brain-derived
neurotrophic factor and nerve growth factor between the two

groups (x+s)

BDNF(mg/L) NGF(pmol/L)
YRITHT BITE TRIT T BT A
YHRZH 33 2.85x0.42  3.89+0.75" 92.49+8.16 120.51+9.25°
WFFE4H 33 2.86+0.49  4.79+0.58' 93.81+9.05 127.24+5.46°
HE 0.089 5.453 0.622 3.599
P1H 0.929 0.000 0.536 0.001
1 5 BT R H, °P<0.05,

3 it

ik 2 H R AL DI 0L AR T s R A
WL IF AAE , W] o g B R AR K 1k 2 Rl
BINOTS3 B R R LR O < i 2 B R RS S
S A 2R 0 G TR T e/, R S ik 240 e i oK 4 I
¥ 24 L 2R it 2 /b, M 2 T AR I I P T IR R R
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P et 222 240 R SR ) h RE , 5 1 A i 1P Tk
LU A TR Ak A MR AT AR A R R
TR AL, 0 R A A S H R AR S A T A Y
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[ E] BH HRIIR CONEHE S EeO NS R A (hs-cTnT) XSHRIMEAOIEFA B35 B 1Y
M R AT 2018 4F 6 H B 2022 4F 12 J1 150 il T2 808 7S Lty BE e TS MEER OMETF AR A2 Uk
LR DAHDC TR AR SR E BT TR 5 00, 5 B A N TS R AP (n=113) FTie A R4 (n=37) . 7
SR R TR AUAR SR 28 6 LU IR T0URS B A A9 L LIR O UL [ LR e ] T8 (CK-MB ) LAR
(CK) ] \hs-cTnT 284k, R HZ i TAEMZE (ROC) /MM FLIR . 0 WUEHE (hs-c TnT XFAMEF L NEFA 5T
JEHIPHGE. &R WUE A R4 I INFLER .CK-MB .CK \hs-cTnT /KI5 T Hi5 K Ig4l, 225
BA G243 X (1=3.909,5.260,3.475,6.093; P<0.05) . HLR R/ DR, AF I ARSMIFERIT ] 0o s
I T IR R RS MIG RO METFA B BUS A2 N 2 (1=5.182,4.424,29.996; P<0.05) . 2R 2404 3 ik
I AR RIMIEERET R] TR O 2 RS MIE I IE T AR R TS 520 B 2 (P<0.05) . ROC IZR /3 Hras A
/N, SLL ,CK-MB .CK \hs-cTnT /KA ARG MEFCIETFA 85 UG 9 Ih 28T A S:-504 0.739.,0.837.0.732
0.821, 171 DU A T A IR T T BUY 0.923, 5 FE—K (P<0.05) . #5i  AF% IRSMIEIRRT ] .00
SEARIMIEACETFA B TS 5 R 2 LR O WUEEE  hs-cTnT PEAR B Bl 5 HoA Bm i M B

(@A) MmFLER; OWUERE ; mECOHUIESE A OMEFROREFA

Effect of blood lactic acid, myocardial enzymes and hs-cTnT on the prognosis of patients
undergoing cardiopulmonary bypass cardiac surgery

HUANG Hui*, ZHANG Liang, ZHAO Gang, LIU Bao, WANG Qingin, XU Cheng, WANG Chengyang
(Cardiac Intensive Care Unit, Liu’an Shi Li Hospital, Lu’ an, Anhui, China, 237000)

[ABSTRACT] Objective To explore the influence of lactic acid, myocardial enzymes and hs-cTnT
on the prognosis of patients undergoing cardiac surgery under cardiopulmonary bypass. Methods From June
2018 to December 2022, 150 patients who underwent heart surgery under cardiopulmonary bypass in Liu’an
City Hospital, Anhui Province were retrospectively analyzed, and the relevant data of patients were collected.
According to the prognosis of patients’ follow-up, patients were divided into the good prognosis group (n=
113) and the poor prognosis group (n=37). To analyze the related factors affecting the prognosis of patients,
the changes of blood lactic acid, myocardial enzymes (CK-MB, CK) and hs-cTnT in patients with different
prognosis after operation were compared, and the evaluation value of blood lactic acid, myocardial enzymes
and hs-cTnT in patients undergoing open heart surgery with ROC curve was analyzed. Results The levels of
serum lactic acid, CK-MB, CK, and hs-cTnT in patients with poor prognosis were significantly higher than
those in patients with good prognosis (#=3.909, 5.260, 3.475, 6.093; P<0.05). Univariate analysis showed
that age, cardiopulmonary bypass time, valvular heart disease and coronary heart disease were the influencing
factors of prognosis in patients undergoing cardiopulmonary bypass (1=5.182, 4.424, 29.996; P<0.05). Multi-
variate analysis showed that age, cardiopulmonary bypass time and coronary heart disease were the influencing

factors for the prognosis of patients undergoing cardiac surgery under cardiopulmonary bypass (P<0.05). The
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results of ROC curve analysis showed that the areas under the curve of SLL, CK-MB, CK and hs-cTnT levels

in evaluating the prognosis of patients undergoing cardiac surgery with cardiopulmonary bypass were 0.739,

0.837, 0.732 and 0.821, respectively, while the area under the curve of the combined prediction of the four in-

dicators was 0.923, which was higher than that of single detection. Conclusion Age, cardiopulmonary by-

pass time and coronary heart disease are the influencing factors for the prognosis of patients undergoing cardiac

surgery under cardiopulmonary bypass. Blood lactic acid, myocardial enzymes and hs-cTnT have high value in

evaluating the prognosis of patients.
[KEY WORDS]
pulmonary bypass heart surgery
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Expression and clinical significance of serum miR-152, miR-153 and miR-203 in cervical
intraepithelial lesions

HU Yinnan*, ZHU Ru, WU Xiuxiu, GUO Ping

(Department of Obstetrics and Gynecology , Anging Municipal Hospital, Anging, Anhui, China, 246003)

[ABSTRACT] Objective To explore the expression and clinical significance of serum miR-152, miR-
153 and miR-203 in cervical intraepithelial lesions. Methods A total of 80 patients with cervical intraepitheli-
al lesions admitted to Anqing Municipal Hospital from December 2019 to December 2020 were selected and di-
vided into the low-grade squamous intraepithelial lesion (LSIL) group (n=48) and the high-grade squamous
intraepithelial lesion (HSIL) group (n=32) according to the grade of cervical intraepithelial lesions (CIN).
Another 50 patients with normal cervical screening and uterine fibroids were selected as the control group. The
clinical data, miR-152, miR-153 and miR-203 levels were compared between the two groups. The relationship
between miR-152, miR-153 and miR-203 and cervical intraepithelial lesions was analyzed by multivariate analy-
sis. The receiver operating characteristic (ROC) curve was drawn to analyze the diagnostic value of miR-152,
miR-153 and miR-203 in cervical intraepithelial lesions. Results There was no significant difference in age,
BMI, smoking history, CEA, CA199 and CA125 between the two groups (P>0.05). The levels of serum
miR-152, miR-153 and miR-203 in the CIN group were significantly lower than those in healthy control group,
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the difference was statistically significant (P<0.05). Multivariate Logistic regression analysis showed that miR-
152 (OR=0.271) , miR-153 (OR=0.201) and miR-203 (OR=0.164) were the influencing factors of cervical in-
traepithelial lesions (P<0.05). The area under the ROC curve of miR-152, miR-153 and miR-203 in the diagno-
sis of CIN was 0.825, 0.755 and 0.792, respectively. The specificity / sensitivity of miR-152, miR-153 and
miR-203 was 80.55% / 78.65% , 72.12% / 71.90% and 76.93% / 78.13% , respectively. The levels of serum miR
-152, miR-153 and miR-203 in the LSIL group were significantly higher than those in the HSIL group, the dif-

ference was statistically significant (P<0.05). Conclusion Serum miR-152, miR-153 and miR-203 are abnor-

mally expressed in patients with cervical intraepithelial lesions, and the three may be used as indicators for the

diagnosis of cervical intraepithelial lesions.

[KEY WORDS] miR-152; miR-153; miR-203; Cervical intraepithelial lesions
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® 1 miR-152.miR-153 T miR-203 3 151 ¥ F 51
Table 1 Amplified primer sequences for miR-152 .miR-153 and miR-203

HEH nABEIE72)

IFnEIE7 2]

MiRI52 A CTGGATACGACAGTCGG-3'

miR-153  5'- UUGCAUAGUCACAAAAGUGAUC-3'

miR-203  5'-GUGAAAUGUUUAGGACCACUAG-3'
U6 5'-GCGCGTCGTGAAGCGTTC-3'

5'-GTCGTATCCAGTGCAGGGTCCGAGGTATTCG-

5'-GTCGTATCCAGTGCAGGGTCCGAGGTATTCGCACTG-
GATACGACAAAATG-3'

5'-TCCACCACCCAGTTGCTGTA-3’
5'-CCAGUGGUUCUUAACAGUUCAAC-3'
5'-GTGCAGGGTCCGAGGT-3'

Ko s B B R i A Gt B XA Z
HOHT, 2 I 81 R H Logistic [R1E AR R 2 Wr
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i, A P<0.05 22 55 A Gttt L,

2 H#HR

2.1 PUALIm IR ERE 3

W 4H A BMIL, W AW 52 . CEA | CA199 |
CA125 L8, Z R LG i % 2 L (P>0.05) ., U
#*2,

x2 FWAHKRKBBEEE [(xs),n(%)]
Table 2 Comparison of clinical data between two groups
[(x£s5),n(%) ]

GRS XFHRYL (n=50) CIN 41(n=80) {8 PfH
A (%) 43.67£9.72 42.86+9.88 0.458 0.648
BMI(kg/m*) 23.82+1.62 24.22+1.46 1457  0.148
CEA (ug/L) 0.92+0.43 1.12+0.74 1.735 0.085
CA199 (kU/L) 3.44%1.34 4.02+1.93 1.862  0.065
CA125(kU/L) 5.41+1.73 5.92+2.74 1.177  0.241
W2 S 5(10.00) 11 (13.75) 0.401  0.527

2.2 WI4LIMYE miR-152 .miR-153 Fl miR-203 /K-
L

CIN £ IfiL 5 miR-152 .miR-153 Fl miR-203 7K~
BEMTXNRA, ZRBARIHYE L (P<
0.05), W3,

£3  WAME miR-152miR-153 FAmiR-203 IKFLLEE (vxs)
Table 3 Comparison of serum levels of miR-152, miR-153

and miR-203 between the two groups (x =s)

2151 n miR-152 miR-153 miR-203
XHRH 50 1.78 £ 0.56 0.43x0.12 0.81+0.33
CINZ4 80 0.33+0.11 0.33+0.09 0.51+0.21

tH 22.534 5.410 6.339

P{H <0.001 <0.001 <0.001

2.3 ZI[HZ Logistic M348 CIN 15200 K 2
B R R b BA it 3 AR BN
A28, DU CIN /R RS B (=1, 15=0) JE1T

Z FI &K Logistic [11 95387 , 45 3R .78 miR-152 (OR=
0.271) .miR-153(OR=0.201) Fl miR-203( OR=0.164)
72 CIN 52 [H 2 (P<0.05) . WL 4.

x4 BEZE Logistic B34 4 CIN IS E &
Table 4 Multivariate Logistic regression analysis of the

influencing factors of cervical intraepithelial lesions

PSS B SEH WARD{H ORfH 95% CI PfH

miR-152

o2 —1.305 0.698  3.499  0.271 0.069~1.064 0.001
(SEBRERA)

miR-153

7 —1.604 0. . 201 0.065~0.621 0.004
(BRfE b A ) T1004 0576 7759 0.201 0.065~0.621 0.00

miR-203

12.615  0.164 0.060~0.444 0.012

(SRR AR —-1.807 0.509

2.4 miR-152 ,miR-153 Fl miR-203 %} CIN [1i2 Wi
INIEE

miR-152 .miR-153 Fl miR-203 12t CIN ) ROC
il 2% R 1 A4 51N 0.825.,0.755 Fi10.792, miR-152
miR - 153 F1 miR - 203 W) ¥ 5 VAR PE 5 50
80.55%1/78.65% . 72.12%/71.90% F 76.93%/78.13% .,
WFEs K1,

R5 miR-152.miR-153 ¥ miR-203 3t CIN B BT N E 247
Table 5 Analysis of the diagnostic value of miR-152,

miR-153 and miR-203 in cervical intraepithelial lesions

il R REJE

Hfi AUC awrE (%) (%) P

95% CI

miR-152 0.825 0.711~0.939 1.23 80.54  78.65 <0.001
miR-153 0.755 0.615~0.894  0.27 7212 7190 0.016
miR-203 0.792  0.664~0.920  0.51 76.93  78.13 0.003

100 7

804 miR-152
— miR-153

i 60 miR-203

F a04i

2041

0 20 40 60 80 100
100%-45 5+ 1%

B 1 ROC Hi%
Figure 1 ROC curve
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2.5 AN[A] CIN 51 K LT miR-152 .miR-153
miR-203 K- b4

LSIL 41 5 2 I3 miR-152 .miR-153 F1 miR-203
KP4 # = T HSIL 4, 25 BA G %8 L (P<
0.05), WL#E6,

F6 AR CINRHEEME miR-152 .miR-153 F
miR-203 IKF L (x+s)
Table 6 Changes of serum miR-152, miR-153 and
miR-203 levels in patients with different CIN grades (x +s)

205 n miR-152 miR-153 miR-203
LSIL # 48 0.43 +0.11 041+ 0.12  0.61+0.15
HSIL 24 32 017+0.09 021+0.06 0.36x0.10

t1H 11.11 8.717 8.273

Py <0.001 <0.001 <0.001

3 iTig

i

TE U A A ER AR  R W R, TR
U 0 &SRR — 2 R L R R 4T IR
B R 20 QO R A ) R L R A A
WS A CE B R AR R kR R U .
B AU FR AL T8 R T DUIA A e Rk e
F00 A8 A BT RS I R 45 AL, DT B AR B 00
BEAET R, W T3S PR A 2 W
B, AT DA i R 2 AR 8 R A D A2 I 7
YA 1 ATARURR

ARG R, 5 BV B H miR-152 .miR-153
F1 miR-203 1Y XA T % MR 4H., I 20 1 25 " BF 5
K, ML miR-153 Feik K V-1 F 5 89 & h
W R, L7 miR-153 (R 361k 5 5 HUE B 5 1)
I R A3 o AR BE IR R L I B 25 5 B8 I bk
BIRIEA 55, Wang "SR KB, miR - 152 F
miR - 203 6+ 5 U B A T RIBETIH . UL LAF
LR S5 AR —3 . ##F— L H K Logistic
8] 5 23 #7485 - 571, miR-152 (OR=0.271) .miR-153
(OR=0.201 ) 1 miR-203 (OR=0.164 ) J2- ‘& % |-
P A8 1 5 R R . B R miR-152 . miR-153 Fil
miR-203 [T 8 AT g 5 8 3001 B2 PN A2 1Y) kR A
HEJEAH G, X 28 miRNA A [ 1 7] AE 5 2040 i 4
B AR R T A SR I A W A B AR 2
B R A 1 AR A X e gE R SR
T miR-152 . miR-153 Fl miR-203 7£ CIN % F& H 1)
WIEAE, IF s T B IME IS A bR S
EEME,

TEARWESE W, miR-152 . miR-153 Fl miR-203 i2
Wr CIN 1 ROC i1 £ F 1 #4351 R 0.825 . 0.755
F10.792, miR-152 .miR-153 Fl miR-203 W4 1/
R 43 1 N 80.55%/78.65% . 712.12%171.90% Fil
76.93%/78.13% ,i% 3¢ miR-152 .miR-153 F1 miR-203
HEA B E W= M. FRES Rk
L, UUER IncRNA XIST il A miR-153 £ 14 fig B
0 R R B0 A M R 28 LIRS ST 104 3 o
1 CDK4 . Cyclin D1 }{&22%# 1 MMP-9 ,\MMP-2
() 235, B AR EMT AH ¢ 56 K SNALT J A ¢ 85 H
N-cadherin . Vimentin . IL-6 . SNAT1 {9 3 & , {1 9
E-cadherin T+ 75 , 1% W 9T 2k IncRNA XIST 5] | 3
miR-153, 7] LI 75 i 40 i i i 5% 1R 28 LU
Kbz 1] Jit % 4k (epithelial -to-mesenchymal transi-
tion, EMT) oAb & 45 I 0F 58 & BR, B 20000 4 AR 3
miR-152 W3R /KPR T J Hie A2 20, 98w s 28 241
B miR-152 W R IBAKTAR T SR A, miR-152
TEF 5 FUE 2 W v B B 1 R R 2 U
FIVED F005 955 L 12 W 0 A ) = B 7 A
FB . RS EE LB, miR-152 1E 5 5% 4
Jikk SiHa H IR, LR IA W] T DNA H L
{1k %% #5 1 (DNA methyltransferase 1, DNMT1) 3
IR A e A ) B B R A0 M (R 2B
RE ). WA PG R IR, i ik miR-203 W]
FEAIK SiHa 20 Jifd i 34 FE R AE AL 5, TS A M 08 7
%M, 3235 miR-203 W] FH 5 SiHa 20 Jfd i 354 5
RE R A BN T2, Ui BH miR-203 7
B U v R B B R Y 4 i RS A TR R T
HEIIRE , miR-203 1 15 HUE 1912 Wi MG 7 h
A RE A WA R AN . A SCHE— 2Rk
B, LSIL 41 8 & IfiL7E miR-152 .miR-153 1 miR-203
K- 35 7 T HSIL 4, UL miR-152 .miR-153 Al
miR-203 W] LIAE A LSIL £ 3% Fl HSIL H & Z [l 1Y
X TR o

28 FRRR , L4 miR-152 .miR-153 Fl miR-203
FEE L R N AR R T B R R s, S ]
YERS WS 01 K N A8 (8 A o

S 3Lk

[1]  Curti RRJ, Castilha EP, Bonaldo ALL, et al. Development
of cervical intraepithelial lesions and cervical cancer is not in-
fluenced by SOD2 RS4880 polymorhism[J ]. Pathol Res Pract,
2022,230:153742.
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#itii PCOS (BATIIRIRIZYY AR b Sk

FEE BRAEE BE T

[ ZE] ZEIPHLEAIE(PCOS) EGIRF B L HEANHEIEA W ERNRZ — K&
PEAE B AR A BB R T o T I 4 2 A A RS o I 2 ) T B2 4L A 43, A4 7K S i e 2% A T ML B
O 1) AR R 5 1) o5 A, SIS0 AR 1 S 25 A FRAILIR R TR A AT, I 5 1) & A
R FRYT WG R AL TR BB . A SC R BRI AL 24 AE PCOS H A5 12 W7 K 25 Wi 2% (4 g, TR A
T RIEAE SR MR B4 2= AE PCOS I TFFE 3 g, 2 PCOS 3 IS TR FR ALK -

[K$ER] ZEIHELEIE; PRIALISF; WERREY; 1GR3

Improving the clinical diagnostic and treatment for PCOS patients: Looking for new
breakthroughs in lipidomics

ZHANG Tingping', DUAN Jiajia®, LIU Chuanxin'*, JIANG Tao**

(1. Henan University of Science and Technology School of Clinical Medicine, Henan University of Science and
Technology, Department of Endocrine and Metabolism, Endocrine and Metabolism Center, the First Affiliated
Hospital of Henan University of Science and Technology, Henan Provincial Key Laboratory of Genetic Rare
Diseases, Luoyang Branch, National Center for Clinical Research on Metabolic Diseases, Luoyang, Henan,
China, 471000; 2. Clinical Laboratory, the First Affiliated Hospital of Henan University of Science and
Technology, Luoyang, Henan, China, 471000)

[ABSTRACT]

ovulatory infertility in women of reproductive age, and has become an invisible killer of most women ’ s

Polycystic ovary syndrome (PCOS) is one of the important factors causing non -

reproductive health. Lipidomics, as an important component of precision medicine, analyzes the changes in the
overall metabolites and pathways of lipids in the body under the occurrence of diseases from the molecular
level, in order to realize the precise definition of diseases and the in-depth analysis of the mechanism of drug
action. Development and treatment prognosis provide new ideas. This article reviews the application of
lipidomics in disease diagnosis and drug development of PCOS, deeply understands the research progress of
lipidomics in PCOS in recent years, and to provide a basis for the diagnosis and treatment of PCOS patients.

[KEY WORDS] Polycystic ovary syndrome ; Lipdiomics; Potential marker; Clinical intervention

Z 4% U 5. 2% 5 1iF (Polycystic ovary syndrome,
PCOS )& & WA 10 2 fe i WL N 2 AP , %
s Fre 32 L 1) B A R AEREAIE 2 TR 5 FR AR (Insulin
resistance, IR) | {5 HE VM & IUAE , &9 R 200 6% ~
10%" o BT IZ0 0 v B S st BRI IR E Y
WA R HEAAEIZ W, O T I IR A4k 5

A A", X PCOS BIRS B2 7 1 il 1 LA o
SR ARG L RO AR B AR S RS WK
P, S 23R 7 B AT AR Ok B e AR I T R
() AT 55 2 — o IR AL A4 SE B 53 T /K P-4
A4 78 PCOS 19 F5 1, b PCOS 11297 #i 1t
(i

HH P LT HARRFEREFR, THARRFF — W ELRA SR TS AR, To AR FAREFEEERE,

B RAR P R 95 16 IR B HF P Sk TR s, W, & TR 471003
2. A K F H — W E A, 7, % M8 471003
*BATVEH XA A, E-mail : 15222003775@163.com; L%, E-mail : 342717615@qq.com
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1 BERAZFHERIER

BRI, A B S B 2 08 1
BT 1 4L B A 1 — K
53 5, 4 BT B LR Y0 8 1 B
FR 3 B 5T S K R R AT 8
T

S R
Folth ZJUk |

Bligh-Dyer A2 Jit i

REA WS I B4 SR HESE

Ji BT 2 e P AR WL 1, Hor, s
Oy AT IR SR O ER T . MAH (535 - B 1 v (Liquid
Chromatogram-Mass Spectrogtaphy , LC-MS ) L H i
R AR v R E L Ao e I S 0 B ) A
WA, Z2Fh 3 T H R BRG0P ALE 153
Mrid 22 Z FERY IR W) It | 52 B 22 8 5T TP 1Y)
R R R TR RE

CESI-Q TOF .
GC-Q-TOF "

z w
> E
o=
ol

&

HMDB T g
e

Lt
eyt
s

B R oo b A PR 4 5 T
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Figure 1 flow chart of complete lipidomics study

2 PCOS BERERAFZ=RNEHY

BT 5707 b E 1M PubMed , Web of Sci-
ence . SOCOLAR . Springer #F 17 4= I A9 5K % 16 K
R PR R Tk 2 0N BLER G R and I B
A" or AR 2 2% 5C FH O N Y 9 SO A & dn] , SC
= T PCOS B # ¥ £F & Rotterdam 2 Wi #
W, SR 2Tk 15 v BT R A SCRRES T A T,
H LAl BE 2 8 PCOS BT fEbr B . HAR
R 1, FSUEH, PCOS B34 1 N 7772 B
AR R B4 .

2.1 PRl

P75 5 A A A A2 M A7 ) B 2 Tk T (Ce-
ramide , Cer) AJ YE R 2540 B 98 2 15 31| A 52 485 A
MA R TR R RO A (L - DU AR AT AT
Asf 1) - J5i 3% 156 FH 52 R (Ultra-high performance liquid
chromatography-quadrupole time of fight-mass spec-
trometry , UHPLC-QTOF-MS ) #f 5% AT il iIE PCOS
M AR BT A BT bk B T O R e AL R R
1R 5% A %, Hid iy Cer XF PCOS (1 % 51 LA
83 E L (P<0.05)" o — Il FH B s Al i BT .
7N, Cer 7£ PCOS H 35 (14 1fL ¥ 2 & W b 7k (O
AL I JE P<0.05) , Ji A 0 P48 Ik i STV 2IS 4 AT
AE A SN i2 Wr PCOS 1987 B I i b 754, I LA Cer
(OH_N16:0/N18:0) fil Cer (N22:0) i ¢H 4 HA H
2N E (AUC=0.889) ",

2.2 FESHRINITR
JiiF 25 i 5 W2 (Free Fatty Acid, FFA)1E i HLIA

HEMMBEYRMES .S 52 /AT
TR A2EHE LR, MK FRA K28 A0 2 5 0
I8 P B2 DI RE A B 2E 3417, " e S 53 PCOS &
O IS T R RS i PEAS v, =5 1 AR £ PCOS
BB LT 24 i v Rl SR B FRA Y 50 A8 1k
Hrm e BB AR I F I (P<0.05)™, —Ii 3k
F UHPLC-QTOF-MS fifi & PCOS B i i b i 4 (1)
WF5T G , 83 BV T P FRA A 38 i 5 H 0k py 1Y)
T 8% 2 K OF 5 E A 56 (P<0.05) |, 11 24035 R IR Y
(R4 FEA B 51 %l m B 3 ol 36 09 1 19 ) g
FEAE™ o AE A IR A A0 I Z A W 48 bR , FFA G 1]
BEAE M BN K -2 5 2 %F PCOS 2 Wi .
2.3 HumwkiE

MU P9 H B I DL PC A fii de ) o 5 fi
J# 4 PEXT E, PCOS & K 4> PC . PL 45 & & T
Raoroonl Ay e R R ORI T SRR (T ) K
5 PS(22:0/18:4(62.92.122.152) ) \P1(18:0/0:0) %
SEIE ARG, Sy (B H2 40y o A i A A R FE B
[ s, A S AAE B PC 5 2- FF T pE 6 PA) 6 45 ]
14 PCOS 4 BRI A=Y hR ) . Chen 553
F UHPLC-QTOF-MS 5% A& B, Hil# s . FFA %5
R 5 5 PCOS il IR It & fE & 3w AL A % .
53— T H T UHPLC-QTOF-MS f443 HriE 1>, PG
106 A T 5L H I IRESS e L Wi AR RIE R AE M — 41
Yitri&Y 25 PCOS W R W2 W . Ban 5% i
HPLC-MS X 1F 14 5 £ 5 DI e 7 B T 4 2 7
BT, & B TG . PL(P¥<0.05) 7E N i — 2 51 2% S i
[z, 24 PCOS iz W it 138 iy B K4
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®1 PCOSBEUMEREFRGMAEN
Table 1 Changes in lipid differential metabolites in PCOS

s LW TH
SP F S/P F
iz 5 4 0 0
A FIRN#2 UFA 3 0 0 0 [7-9]
UiF BRI 2 FFA 2 2 0 0 [10-12]
B o R /3 A 0 2 0 0 [10-11]
Hig 8 2 0 0
Hih g DG 2 1 0 0 [7-8]
Hih =R TG 5 1 0 0 [7][12-15]
e 1 0 2 1
TR BLAE Y PC 00 5 0 [HE%%}]
WENRIE LR PT 0 0 1 0 [14]
TN <, B PE 0 0 4 0 [10][14][17-18]
WENRTET i PG 0 0 1 0 [14]
Y L BES L AR, LPC 00 6 1 13 [[7117[_11(%;]}[ 14]
VLB 5k £ B2 LPE 0 0 2 0 [7][14]
5 I B i Tt LS LI 1 0 0 0 [14]
I TS N e 0 0 1 0 [19]
il 5 3 0 0
TSRS SM 2 1 0 o [8][10][20]
MR Cer 3.2 0 0 [3[]1E11]()[]2[()111 ]
[T RS 9 3 2 0
SRR TC 6 2 0 0 [7]{10][11-13]
[15][21][22]
FEEREAMEMEADL-C 0 0 1 0 [15]
RS HERLDL-C 3 0 0 0 [9][11][15]
TR-FR I M [ et 0 0 1 0 [10]
It B S e 01 0 0 [10]
HoAth 5 BE A QAR 4 5 70 8 1
W AR 5 45 (4 VLDL 1 0 0 0 [17]
% NS4 LDL 30 0 0 [7][10][12]
A N6 11 HDL 00 6 1 [HEQ%H%BJ
ApoB 1 0 0 O [15]
ApoAl 0 0 1 0 [15]
oL HE 00 1 0 (9]
2-FR 5L H A It PR Bk 1 0 0 0 [16]

T A% " AR ML AEAS 5 “p " 7 MR AR 5 17 2 B I
FEA,“s” K serum sample; “p” 4 plasma sample ; “f” 4 follicular flu-
id sample., FPECTFACR SMOZAR M BT AL Y SCREEL

2.4 JH[E P

IR A S VitD IRk 55 9 5 A 1T Bk
Bep R, W AR IE W A e A E AR
SCt ST b RRE P PCOS B A Y B A AE W
A 2% A Ak, 3 LDL-C . TC/HDL 4% 3
i, Hovp, TG/HDL J& 2 Wi At 25 & 1F fe A 0 (E
1) 45 1 (AUC=0.941 ; R E M 0.864) ', Blum

4 2B 5% % M TG/HDL-C (AUC=0.71) AJ {f Jy—
THHT B T 8 b, S B s 2T IO L RS B 2
YU ZE A IR S R HRPT . BLAh, Chen 457 3 i
UPLC Q-Exactive %f 35 44 PCOS Bl ¥fu ¥ i# 47 ROC
BT R, AR — R iR B AR, 7R - FR
[#] Pt R RE AR BT IO TS FE AR A, 5 PCOS 11912 I 5
JER K o
2.5 ZIHEEEIEE

PCOS 1 by UL 1) A 58 P 43 6 A 088 1 5 975
FEI T M R IMUAE . O’ Reilly 25 5E PCOS
B M & BUHER R 0 T (P<0.01) | B4 —
(P<0.01) & 5t W1 0 Tk &, H 11- 40 A 2% % i
T 3% 28 EL ) 5 e B B 2 (P<0.0001) , By 11-Fif
SETR S 11 - R SR TR B ek R O A 2 R R
B, )X A 5 B A TR e Rt 2 )
ZWiE bR . BLAk, MEAR R 0 & A A AR
WAL PCOS 835 A4 B U RE mY S HEFs An ' . 7
PCOS B # A P, 42 B 7R A il R 5 00 3 J &R L
{8 B9 22 AT 4 Bl RiZ2 7. Tulberg 45
KB, i B R A IR i 1C3 (Aldo - keto reductase
1C3, AKRIC3) 4 3 T & fF 3¢ 35 7] B 1 PCOS f&
H IR AU W7 &, BB E M T 5 1w — iR
( Androstenedione , Ad) o {H i &3 5 (P=0.045) ,
% FUAB AR T 7 UK 51 B9 PCOS B3 N Al FHAE K2 T I
B AKRIC3 1GR9, WO L e i 28 ik, A
BT PCOS By Je i

3 MERAFEIRKTHREZGYWIERVIEH
RNz

PUEEXF PCOS 83 MiRYT 2 REUME YT Ik, 8
1o AR B 2R 2R 2 R T SRR P I 9 R KO T
PRI A FH ARG YIRE . SR, PRI Ik S LAk
PR PR O 52 2 [ ) 2 0 e i 2 R A s
AR R 2 i W3z S R AN . IR o 4 2
ST TP 2 - M - 2 P A AR AR AT R TR
BG4 T WHLEE S, F = P4 ] UHPLC -
QTOF-MS* R4 M € X IR %, & T2
J7 %t PCOS 1y T F AR o Mg T 21 2 38 1L i 52 245 )
TP VR R BILAAR 1 7 7 I ST 25 400 1 [l ol
155 DL IEHEAT I 265 24 B2 2 B, Pl o A X 1 B i
ek b 2552

H I, ooy B 25 & T gm0 77 20 8 ik B
Y7 R B, P S 5 PR B KA T i PCOS, #E R
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I FH B Jo 20 27 B AR 5 v v 2 45 51§l PCOS 1Y
VR IR0 5 (B R B 20 - SR R 8T vk #3231k
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B Z G — S Wi bR e . IR T4 2 38 2 F 5% S8 o 1A
R IR R Y AR b B, B ER B, N
K12 W PCOS $24ILmT RE . SR 1M, B Hr X g i 41
22T 5 0SS AR P B B . IR A4
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S AN TR G B O i e A I R L B T Sk e
SEAEPE R A NG A R . Bl R AR I i
A MR EAEE N A MM E . ST IR
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