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Progress of research on the mechanism of DPP -4 inhibitors in the treatment of type 2
diabetes mellitus complicated with nonalcoholic fatty liver disease

ZHANG Xiao, ZHANG Rui, WANG Hui, WANG Yuan, XU Jing*

(Department of Endocrinology, the Second Affiliated Hospital of Army Medical University, Chongging,
China, 400037)

[ABSTRACT] Dipeptidyl peptidase 4 (DPP-4) inhibitor is a new type of diabetes therapy drug. The
main hypoglycemic mechanism of dipeptidyl peptidase 4 inhibitor is to increase endogenous glucagon-like pep-
tide 1 by reducing the reduction of enterocagon, thus promoting insulin secretion and inhibiting glucagon secre-
tion, and reducing blood glucose level in the body. Type 2 diabetes mellitus (T2DM ) and non-alcoholic fatty
liver disease (NAFLD) are common types of diseases in clinical, and the incidence is high. T2DM and
NAFLD can influence and promote each other. T2DM combined with NAFLD not only tends to increase the
risk of cardiovascular diseases and aggravate endocrine and metabolic disorders, but also tends to promote the
progression of NAFLD, leading to liver cirrhosis, liver cancer and other malignant lesions. Many studies have
shown that DPP-4 inhibitors can effectively reduce blood glucose levels and improve insulin resistance in pa-
tients with T2DM and have a good preventive effect on NAFLD. This article reviews the efficacy and safety of
DPP-4 inhibitors in the treatment of T2DM with NAFLD.

[KEY WORDS] Dipeptidyl peptidase 4 inhibitors; Type 2 diabetes mellitus; Nonalcoholic fatty liver

disease
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Establishment of a national reference panel for Vibrio vulnificus nucleic acid detection Kits
ZHAO Langing"*, LIU Hong®, DENG Mingjing', MA Tingting'*, XU Sihong'**

(1. Division II of Diagnostic for Infectious Diseases, National Institute for Food and Drug Control, Beijing,
China, 100050; 2. NMPA Key Laboratory for Quality Research and Evaluation of In Vitro Diagnostics, Bei-
jing, China, 10050; 3. Procurement Management Department of The 983rd Hospital of Joint Logistics Sup-
port Forces of Chinese PLA, Tianjin, China, 300142; 4. School of Life Sciences, Peking University, Bei-
jing, China, 100091 )

[ABSTRACT] Objective To establish a national reference panel for Vibrio vulnificus nucleic acid de-
tection reagents and set standards, which aimed to evaluate the quality of related kits. Methods A variety of
Vibrio vulnificus and other Vibrio pathogens were collected and cultured. After colony identification, 16s
rRNA sequencing analysis and detection of a real-time fluorescence quantitative PCR reagent, 18 samples were
selected, diluted, and packaged to form a national reference panel for Vibrio vulnificus nucleic acid detection
kits. Different laboratories were invited to coordinate calibration of the panel, and the uniformity and stability
were further investigated. Results The established national reference panel included 8 positive references
P1~P8, 10 negative references N1~N10, 1 repetitive reference R and 1 limited detection reference L ; Refer-
ence L was determined the concentration of 1x10° CFU/mL by colony-counting methods. Four laboratories par-
ticipated in the collaborative calibration of national reference materials and developed quality standards based

on the results: positive coincidence rate of 8/8, negative coincidence rate of 10/10; the detection limit is at
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least to be 1x10° CFU/mL, the repeatability is required to be positive for 10 times, and the variation coefficient

of Ct value or quantitative value is not more than 5.0%. The coefficient of variation of Ct value in uniformity de-

tection of a national reference was less than 5%, which met the requirements. The stability of the reference prod-

uct was not affected when it was refrigerated at 2~8°C and room temperature for 7 days. Conclusion The nation-

al reference panel for vibrio vulnificus nucleic acid detection kits was successfully established, which can be

used for quality control and evaluation for enterprises which planned to develop and research related kits.
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Figure 1 Sequence clustering and ANI heat maps of Vibrio

vulnificus and control Vibrio strains
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Table 2 Collaborative test results of 4 laboratories
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FEYERF &% P1-P8 8/8 8/8 8/8 8/8
BIME4F 4% NI~N10 1010 10/10  10/10  10/10
o IX100  IxX10* IX10°  1X10?
AR R L CFU/mL CFU/mL CFU/mL CFU/mL
R(1:10) 0.4 1.3 0.5 1.3

(o

EEYE(%) R(1:100) 05 1.3 0.6 0.9

HR A A [F] S50 = bR 45 5, il e S H &
HAEFRUEADR A BH 2 % & P1~P8, i ¥4 A A1
P9I PHAE (8/8) 5 Fr il [ 14 2 7% iy N1~N10, hij 3
SR B IR B B (10/10) 5 46 M BR Y 2 2 R 1x10°
CFU/mL J Uk b BH A 5 35 52 14 7 A 10 k454
FHYE, H CV A KT 5.0%-

2.3 Hok

By o) PRI 25 B O FEPE . W 2. B3
R #EAT 1:10 F1 1: 100 76 B )5, Al 15 ¥k Ce fH 1Y
CV 53519 1.9% 1 1.7% .

2.4 FoEtE

AR RS 2% 0 L #6 B 5 7 2~8C 2 il

CE1d.3d.5d.7 dRIES RN BHYE . WE 3,
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i RII0
= R1:100

B2 5XESEUSERBER 110 1:100 MR
Figure 2 Test results by dilution of 1:10 and 1:100 of 5

repetitive references

Lt B M, CtE S 0 d ML 22 R S8 X
(P>0.05) ;10 CFU/mL ¥ BE A 35 R B0 . & T
2~8C VK A A= I 0y R B K A&, BT S50
N1~N10 F1 10 CFU/mL ¥k FER LKA A, 5 0 d
25 AR R ; PS5 P1~P8 T S % R Fl 1%
10* CFU/mL~1x10" CFU/mL ¥k J& ) L 46 30 2% & BH
P, H Ctfii5 0 d A ZE T T4 H# X (P>0.05)

10 10° CFU/mL 10 10° CFU/mL
10° CFU/mL 10° CFU/mL
10° CFU/ML 10° CFU/mL

530 10 CFUML & g 10° CFU/mL
10° CFUmL -~ & 10° CFU/mL.
10° CFU/mL 10° CFU/mL

20 20
0 2 4 6 8 0 2 4 6 8
Days stored at 2~8C A Days stored at RT B

T A IRARAG I BRZ 25 L BT 2~8CHIRRETE T 5 B ik
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Figure 3  Stability analysis of the limited reference L at

2~8°C and room temperature for 7 days
3 ifit
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ANBLETERIR s BT R ERR AR B S B0 1
FERLEE B, A0 B AT X — 2P K
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1A 24%,

T AF K, PCR 5 vk B AT A 1 AR AE A 405 90 T %
T o N S5 AN T 75 2 5 FH AL & R, A4 SE I 2l
PCR.Z # PCR . A FH Y 3 R (loop-medi-
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UL, T 5 TR bR 43 78 6 A DG 0 6 DR ) T
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DK | i b DX K rh 23 B 8 3R 1 22 Bk 490
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SRUNEY SRR R I N = RV A R LK VT N 2
R 5 52 0, & 8 A AN [m] B A 40 5K BT AT
B, SR RLINA AU | RV I 55 6 Fhi UL
(Xt BB . Bl 380 4 KL B UMERR 2 , 2
TIAYERF AR BT 3 S AR R AN A
4 T 2% B ARUE , I AT 24 5 PN ES E HEF 5T, Uk
S S AT G AN RE . RS IR R Z AL
JE AR B AU PCR 7 b A7 48 DUBUE 1, FE K
RS o BN e —E i N iR 22 o 64t
T MR IR T AR M, FE R Sy g v
bt is fte o v AR E VA .

ARG o g 7 A IR A R A Tk ) [ K
S 5 R R T G — AR P R
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[ ZE]1 B F0H BTSRRI (NIPT-plus ) 75 57 25 42 (/R Bk 2 /5 52 4545 fE (MMS )
R, AR RBOR IR E R S — EE B 2018 4F 1 H F 2020 4F 12 A 3 860 i 241 Iz 2022 4F 10 44
2 6] B IPAREZAS i) NIPT F1 NIPT-plus K600 25 5, Forb 24 0] 28 30 3047 Gy AR T4 51 43 M (CMA) 72 HiTZ W o
GER 24 4027140 K 10 B B PEREAS NIPT-plus 3 25 DNA ¥ B B & & T NIPT, S I 5 4 e 48 v 7 1.39~
1.58 4% , A 2007 B 4 = T 1.20~1.35 4 5 24 i 72 I FE A NIPT-plus $275% 1 41 18- =44, 1 #4i] 21- = {4k,
2 5l MMS , NIPT #7116 18- =&, 1 il 21- =44 ; 10 T FEAREAR NIPT-plus #2718 9 5l MMS H. 9 5 FE 7R [F]
B A7 A P G A AR R B4R (SCAs) , NIPT AU 7R 1 ] SCAs., £518  FEAK Bt R G544 ST [l ) NIPT-plus fiE
8 T MMS BT, Jdi /0 H A SRR o

[ER] PRI mrk I ; YRR/ &8 5510 REE

Evaluation of the application of NIPT-plus inscreenin chromosome MMS

CHEN Ying', TONG Xiaoging', YU Xuegao®, HUANG Hao’, HUANG Bin®, CHEN Peisong”*

(1. Department of Laboratory Medicine, Hainan Provincial People’ s Hospital, Haikou, Hainan, China,
570311; 2. Department of Laboratory Medicine, the First Affiliated Hospital of Sun Yat sen University,
Guangzhou, Guangdong, China, 510000 )

[ABSTRACT] Objective To explore the application of expanded non - invasive prenatal testing
(NIPT-plus) in screening chromosome microdeletion / microduplication syndrome (MMS). Methods The
NIPT and NIPT plus test results of 3 860 pregnant women from January 2018 to December 2020 in the First Af-
filiated Hospital of Sun Yat sen University and 10 samples from the room quality assessment in 2022 were se-
lected. Among them, 24 pregnant women underwent prenatal diagnosis by chromosome microarray analysis
(CMA) were involved. Results The concentration of fetal free DNA of NIPT-plus in 24 pregnant women
and 10 quality evaluation samples was significantly higher than that in NIPT. The total sequencing data in-
creased by 1.39~1.58 times, and the effective sequencing data increased by 1.20~1.35 times. NIPT plus of 24
pregnant women samples showed 1 trisomy 18, 1 trisomy 21, 2 MMS, NIPT showed 1 trisomy 18, 1 trisomy
21; NIPT plus of 10 quality evaluation samples showed 9 MMS and 9th sample had sex chromosome aneuploi-
dies (SCAs) , while NIPT only showed 1 case of SCAs. Conclusion NIPT plus can be effectively applied to
the screening of MMS within the scope of our hospital’s system detection to reduce birth defects.

[KEY WORDS] NIPT-plus; Chromosome MMS ; Sensitivity
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EAFR HEHEERESPCELEAR (FIESH[2021]276 %)
VAL 1. EdHAAREREEHR, &d, %7 570311

2.0 KF MRS —ERERA, &, M 510000
*BATAEE : TRIEAY, E-mail : 13570474904@163.com



BT SR 4eE 202441 0 ¥516% 4511 T Mol Diagn Ther, January 2024, Vol. 16 No. 1 - 11 -

B 9 N A7 e o (R (DO 15 8 R SN N =0
B B2 Wi (AR, 1 B2, T NIPT-plus 38
TGN P TR B 1 DRAS I Y R, 7 i L5 (o A
ARG A b B B R . ASBESE I i)
K s B e S — B B w12 19 FR R 4T Uk 2 4
3 860 il 4232 To B 7 i A Ao 4G A 25 R AT 0 A
PR NIPT-plus £ A i £ G (4 {4 f ik 2k /5 52 23
4 1E (micro deletion/micro duplication syndrome,
MMS )R HH2 BRI T Hh A I T, A e PR 2 A
FZ 405 5% NIPT-plus #2462 %

1 ARSI

11—k

PEHL 2018 4F 1 H = 2020 4F 12 A £ 1l k2%
R I 575 — B2 b 422 52 NIPT 5 4 i 22 10 3 860 13 Jz
2022 4= CNV JEPEREAS 10 4], Hoh A7 2 A TEF=RT 2
Wi 22 104 24 B, AEAE B RIS SET T BB AT,
7 BN R LR AT G5 S 5 20 B3R T T NT {EAS
M, NT (K 2.7 mm, MG FHEFR, 75 19 ] NT
HI/NT 2.5 mm, ZPIEFE N (24~44) % T4
W%k 33.58 %, - 3422 JE o (15+0.875) Ji] o A58 %
ZHERR—AF N2 32 SR I R A R T A
IRIT RIEIRTT o XTGBT AL XS S 1 NIPT &
NIPT-plus [ ii JL DNA ¥ & ¥ 50 = = /2
Wl AT UR S, R 55 o ARAIFSY B 38 2 B B2 24 R B

DS AT AR G 3428 B A R

1.2 0 5

DA8600 AL I 3L ()7 M 35 22 JE R e 4y
AR HE) 47K PCR Y (Ton One Touch2) AR
& # 1% (Ton One TouchES ) .DNA #2 Bi 7 & (7
PR T TR B A D HR e A BR 2 /) 0
J g 38 R CE R, TN ik B A R
JBe A A BR 28 w1 L 31 43 B &R B2 (Affymetrix
GeneChip Scanner 3000Dxv.2) , £, Thermo Fisher
Scientific SNP array V-5 , ;> i 28 A CytoScan HD
¥, CytoScan 750K its b, £ 73 M7 2k 44 “& Thermo
Fisher Scientific ChAS {4, A28 2% FL IR 4 flu A
3 (GRCh37/hg19) .
1.3 ik
1.3.1  ArAckb

(DEDTA i BEE W22 A5 I 6 mL, 56 4C
1 600 g 5.0 J1K 33 5.0 10 min, 4T 16 000 g 850
FIERE L 10 min, HUMAE 800 L T80 CUKAH ALY

(2 DNA # Bt , 15 ¥ & >0.05 ng/uL ) DNA
a8

@M E 1) R 5 5 2) AR o i 4% 3k
3)PCR "4 DNA H B, NIPT SCEWE=0.2 ng/pL,
NIPT-plus I #% ¥k & ££ <160 bp ) DNA F Bt , %
WRIE=1.0 ng/pL, 75 W HH $2 0 DNA FIE
1.3.2 NIPT 5 NIPT-plus £l

Pooling 3L JA ; @1 i il £ ; @B & 4
@ % Ffl TON PROTON DA8600 A%l ¢ 3 a2 47 i
J¥ o 32 JH Tmap FOX 30 B 0 F i1 2 41 5 N
KILNH S 75 EIE AT IS o ) M3k T
AW F OB R G, SR AR W0 AR 22 0 B it
T30 VA Z A8, R Z (B PTAS G L B XU
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1A, Z<-3 KLY R T] e A S AR B R
1.3.3 RAMEZHTIZ W

HR 4l NIPT A6 il 45 R e #% 47 1= A VR T2
W7, ECE K 10 mL, CMA 204« 25U DNA |, 3
O T X4 5 DR A 2 R0 R 4 DO S b AT 0, )
A6 I 25 2R 1847 20 JL M i A9, 4045 DECIPHER
0 9% J% (https : //decipher.sanger.ac.uk/index ) . DGV
(https//dgv.tcag.ca/dgv/app/home ) .ClinGen (https://
. CNV Pathogenicity
Calculator (http: // cnvcalc.clinicalgenome.org / cnv-
calc) ,OMIM (https : //omim.org ) % .

2 FHR

21 DFEdE R

2445112205 B 10 51 B PFAE A< NIPT A1 NIPT-plus
W cffDNA ¥k B2 35 35 3 43 #7 %2 5K (cffDNA=
5%). W 1.3, Z2iA 1M %% NIPT fil NIPT-plus 4
0 5 A0 2 R0 A 0 5 B 1 A 4 R
6.74 Mb, 4.90 Mb; 9.37 Mb, 586 Mb, W& 2,
10 i 3PAEAS NIPT F1 NIPT-plus #6005 0 55 504
SR 500 3 B S 34 53 51 6.61 Mb,4.63 Mbj;
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dosage.clinicalgen/ome.org )
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Bl 1 24 BIFZA ffDNA R E
Figure 1 cffDNA concentration of 24 samples
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Figure 3 cffDNA concentration of 10 quality assessment
samples
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Figure 4 Total Sequencing Data and Effective Sequencing
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A B 1 FRGE AN - 2 B4 7 = e AU 282 13 14 7k
FER L 1 A B R LA b 21 347 R R
JLo o o AT A TR 2 BE Bk s, i de KRS 3

B Hb VR R AL L o b IR BT M0 A, Ay 12 Bl 1A

fd . NIPT-plus $& 71 1 4] 18- =44, 1 ffi] 21- = {4,

2 15 MMS ; NIPT 42755 1 1] 18- =44, 1 i 21- =14,

10 1 5 ¥4 A< NIPT-plus #2755 9 il MMS., L3 2.

F A del22 . dup20 . del5 . dell, UWI& 5~9, &}

%59 S REARLETE MMS B 1% I F IR 3 R SCAs;

NIPT {271 55 0 S AL A K SCAs. 24 fil fi RFEAS

F110 ] BT ¥ FE A< NIPT-plus 55 #F MMS, 25 F: 452 7%

HABIEE AT 35 35.5% . WL 3.

®1 24Pl REABXER

Table 1 Relevant results of 24 clinical samples
G CNV fii & CNV K/h NIPT-plus NIPT WEURES Ry
1 21%2.62 >3 Mb 21 =14 21 =fk i FE G L
2 Del(16) (p11.2) 868 Kb - - EH
3 Del(4)(q35.2) 1.3 Mb - - H
4 Del(9)(g33.1) 104 Kb - - rH
5 18%2.72 >3 Mb 18 =i 18 =ik JiFEG L
6 Dup(16)(p11.2) 2.3 Mb - - )
7 Dup(17)(q24.1¢25.3) 63.1 Mb - - SeRMEIR S
8 Del(16) (p11.2) 1.3 Mb - - B Hby H iR L
9 Del(14)(q11.2) 634 Kb - - A ] 07 R IR
10 Del(9) (p23) 967 Kb - - Jie J L2 W Jk 45 J /N
11 Dup(1)(q43q44) 10.7 Mb - - Yok
12 Dup(4)(g35.2) 1.1 Mb - - C3s)
13 Dup(16)(p11.2) 1.9 Mb - - C3s)
14 Del(16) (p11.2) 1.4 Mb - - C3s)
15 Del(16) (p11.2) 1.8 Mb - - KA
16 Dup(7) (p21.3p22.1) 18.7 Mb - - A PRI B ik 5 i Y
17 Del(12)(ql1q12) 1.0 Mb - - PR AT (0-3.7 SR A )
18 Dup(21)(q22.3) 983 Kb Dup(21) - J S LI S T, E L
19 Del(16 )(p11.2) 1.3 Mb - - o=
20 Dup(21)(g22.3) 908 Kb Dup(21) - ) LOBUA 0] i 2 2 4 R I 8 i
21 Del(2)(p12) 1.1 Mb - - =
22 Dup(Y)(q11.221q11.223) 18.5 Mb - - HH
22 Dup(Y)(pl1.2q11.221) 15.6 Kb - - HH
23 Del(14)(q11.2) 521 Kb - - HH
24 Del(5)(q23.1) 1.4 Mb - - =

TE =R BIEEE R
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Table 2 relevant results of 10 quality evaluation samples
B CNV k& CNV i & CNV K/ NIPT-plus NIPT CNV ¥ K ZiAE 44 Bk
1 B del(22)(ql1.1q11.21) 2.8 Mb del(22) Y503 22q11 deletion syndrome
HE dup(20) ( p11.1p13) 29.6 Mb dup(20) Y5Kds 20p —IRLEGAE
2 Bk del(22)( q11.21) 2.4 Mb del(22) S5 E3 22q11.2 R LEAAE
3 ek del(22)( q11.21) 2.4 Mb del(22) BF 22q11.2 LA AE
4 iyl dup(20) ( p11.1p13) 29.6 Mb dup(20) [ 20p —IREEAAE
(SN del(22)( q11.1q11.21) 2.8 Mb del(22) FH 22q11 deletion syndrome
5 ok del(5)(p15.1p15.33) 17.7 Mb del(5) BHPE A ZRAAE
6 (IR del(22)(q11.21) 2.5 Mb del(22) Y5l 22q11.2 HRLEAAE
7 1EH / / [k Y5k /
8 Bk del(22)(ql11.21) 2.2 Mb del(22) 144 22q11.2 B LEAE
9 EN del (1) (p36.22p36.33) 10.7 Mb del(1) [k 1p36 iR LR A5 I
Gy XXY >3 Mb XXY XXY s R EE A
10 (SN del(22)( q11.1q11.21) 2.8 Mb del(22) R 22q11 deletion syndrome
HE dup(20) (p11.1p13) 29.6 Mb dup(20) [H 1 20p —ARLEAAE
RN TE
5 shr22 5 chrl
4 g *
g o
. ~ 0 50 Mb 100 Mb 150 Mb 200 Mb 250 Mb
0 10 Mb 20 Mb 30 Mb 40 Mb 50 Mb
B9 1p36HRLEE1iE
B 5 22q11 BR&KGEHTE . : e
. . Figure 9 1p36 deletion syndrome
Figure 5 22ql1 deletion syndrome
. . R3 24 BllE RAEEAM 10 B FHFEEA NIPT-plus LR K
g ! TS BT
E ’ Table 3 NIPT plus results and prenatal diagnosis of 24
2 2
E clinical samples and 10 quality evaluation samples
) , ‘ SRR PRI R (NIPT-plus) 2 W% (CMA) REUE (%)
0 10 Mb 20 Mb 30 Mb 40 Mb 50 Mb 63 Mb
_ ) T21 1 1 100.0
Blo6 20p =kE&1E T18 1 1 100.0
Figure 6 Trisomy 20p Syndrome SCAs 1 1 100.0
MMS 11 31 35.5
5 chr22
5! 3 iTfig
MMS &5 B4 0 44 1 Bl Je 5038 n 7 Bedge )y,
— /T 10 Mb, H AT 5| — R 5 e 24 H™
0 10 Mb 20 Mb 30 Mb 40 Mb 50 Mb EE‘J'I’E%E%:G: @?ﬁ:ﬁgﬁaﬂﬁ% ’MI%L’%%
=R AY >, N Y4 7
E7 22q112 8K EE1E PR SRS R TR RS B R E | I A
Fi 22q11.2 deletion synd ST ek ke \ .
feure T 22q11.2 deletion syndrome K WAT RO S AR MM A L
5 KWGIE 2% 2c 47, o2 Bk G 60 f A # A5R 53 b Y
N T3 — RIS A L AR BRI L A K 2 129% 1 5L 1A
£ ’ Y4
= AU IR, 2 50 W8 & IR 22 19 1] 2
1 MM 3197 27 LI 4 ik 2
0 10 Mb 20 Mb 30 Mb 40 Mb 50 Mb

B8 LA
Figure 8 Cattle howling syndrome

P ) XoF e 5 AR A B AR ARG I R R, E
TE G YR LA 2 K I B G (/R MMS ™ o g Atk
A7 ARG I ) A A e 1R S R RS R



- ST LI ST

20244F1 H e

181 J Mol Diagn Ther, January 2024, Vol. 16 No. 1

PRAS S 12 W I 25 0, AR T S B2 R A T A
14) 35 N7 E FH AR SORE , A3 1B G A e IR AR A
EARNE A K2 /2 W, i NIPT-plus 2 £
= N S PR 7 NE | R N Sl S R N S
B 11, TR B BG A6 MMS A HE 26 A A T R S
AL A H MM, X E A B3 B AR T 7 S K
K, 5 NIPT LU AR % 55 A &80k 1 0 25 Jig L 3
oA $E DR

AWFFELE S 7%, NIPT-plus [ cffDNA ¥k J&
W 5 /& T NIPT, H U %4 2 4 3% NIPT 19 1.2~
1.6 1% o 24 %1l K £ 4% NIPT - plus 9 SEN A ik
16.67% (4/24) , NIPT {X 8.33% (2/24) 5 10 1 5 1Tk
7% H SEN 5 4 100% , NIPT X 10% , MK &
NIPT-plus ¥} MMS #J SEN A ik 35.5% ., AR 3 7= if
2 Wt Be 25 18] 5 P45 5 AT DL NIPT-plus fEAG #5042 55
R IR 2%, JEHOE X MMS iR %, 35
Z WUWF 58 K04 ), B3 00 NIPT - plus BF 53 4% 45 1)
MMS a0 BH P T {8 22 55 4 2, AR (11%~18% )
B h 5 (29%~77% ) AN . 7E Wang 5512018 4F 1
H %2020 4F 4 H XF 39 002 44 22 10 3547 NIPT 45 5
R, % MMS (1 PPVs 8 49.02% . T AEASBFSE 7,
NIPT-plus 1 NIPT /1Y) 5114 PPVs 44 100% , 1% 4%
5L BB GRS AR R W58 T L X R 2
1 CMA PHPEARAS TR

NIPT "] J % X A 52 B 4 1) MMS 17 4
AR A W AT, X T 2O T MMS 1 K
I, NIPT-plus i £r 72 # B 7] 35 98.25% . 1E A Hif
7% W1, 10 9] 53 B AR NIPT-plus fig 9% 472 78 4 56
MMS #1 SCAs , 3¢ W] NIPT-plus 7 1k g I {8 15
A% BAREARMR P TEWHFE XD
CNVs, NIPT-plus /i SEN %5 i , {H 1E IIfi PR B A o
SEN /5% T B A7 14 W 58 B 9 L 18 B 45 L BR
T AW G AEA DA A, G5 A A TR
A5 NIPT-plus i B P 09 J5 AT B 348 A i
JUAR B 1) 8% B oA Bl At L BRI i 4 ik & A
KA B F R BG4 o X L IE #3 F fF NIPT-plus
(14) 38 FH 3 FBLRARG: 0 445 SR L 2 =) NIPT-plus $ R &
KEE,

g5 b Tak , B RIG PR BS A A 0 e
NIPT - plus, DA #2 @& % UL 44 8 /& = {K | SCAs. Fl
MMS #6558, X T G 44055 R H: At 5 Kk 5
SR FH 22 = w0 2 £ R A B R, UK HME , $2

5% STk
[1]  Fleddermann L, Hashmi SS, Stevens B, et al. Current genet-

[4]

[11]

[12]

(13]

[14]

ic counseling practice in the United States following positive-
non-invasive prenatal testing for sex chromosome abnormali-
ties[J]. J Genet Couns, 2019,28(4):802-811.

N mRE, RVE T, AF B TIRIR RS Y GBI
e PR RS DN A Ji JL e € A DL RRS S5 98 A 0 80 i TP
(V). 9c B4k, 2020,36(5) :65-69.

Neofytou MC, Tsangaras K, Kypri E, et al. Targeted cap-
ture enrichment assay for non - invasive prenatal testing of
large and small size sub-chromosomal deletions and duplica-
tions[ J]. PLoS One, 2017,12(2):e0171319.

Kim SC, Cha DH, Jeong HR, et al. Clinically significant
maternal X chromosomal copy number variation detected by
noninvasive prenatal test[J ]. J Obstet Gynaecol Res, 2019, 45
(9):1925-1928.

Zhang C, Liang B, Qiao L, et al. Effect quantification and
value prediction of factors in noninvasive detection for specif-
ic fetalcopy number variants by semiconductor sequencing
[J]. Mol Genet Genomic Med, 2019,7(7) :e00718

Malcolm S.Microdeletion and microduplication syndromes[] 1.
Prenat Diagn, 1996, 16(13) :1213-1219.

Miller DT, Adam MP, Aradhya S, et al. Consensus state-
ment: chromosomal microarray is a first-tier clinical diagnos-
tic test for individuals with developmental disabilities or con-
genitalanomalies[J . Am J Hum Genet, 2010,86(5) : 74964.
Yaron Y, Jani J, Schmid M, et al. Current Status of Testing
for Microdeletion Syndromes and Rare Autosomal Trisomies
Using Cell - Free DNA Technology [J]. Obstet Gynecol,
2015,126(5) : 1095-1099.

MRIETE  ARPEDT , X, 45 BP0 7 R TE 7 1
/el kRl =D SR R e S o Rl 7 A I R EE e e
R, 2016,24(1) :52-54.

Yang XK, Guo X, Zhong J, et al. Noninvasive prenatal ge-
netic testing in 6804 pregnant women aged less than 35 years
with positive results in serum screening [J |. Nan Fang Yi Ke
Da Xue Xue Bao, 2019,39(11) : 1350-1356.

XUEH, SRS, T, 45 NIPT 78 i LY (iR JRE 5 A 1k =
B9 A b iy BT (3] T B AR S s AL e Ak, 2019, 27
(11) :50-52.

Shi P, Wang Y, Liang H, et al. The potential of expanded
noninvasive prenatal screening for detection of microdeletion
and microduplication syndromes [J]. Prenat Diagn, 2021, 41
(10):1332-1342.

Wang C, Tang J, Tong K, et al. Expanding the application
of non-invasive prenatal testing in the detection of foetal chro-
mosomal copy number variations [J]. BMC Med Genomics,
2021,14(1) :292.

Benn P, Malvestiti F, Grimi B, et al. Rare autosomal triso-
mies: comparison of detection through cell-free DNA analy-
sis and direct chromosome preparation of chorionic villus sam-
ples[J]. Ultrasound Obstet Gynecol, 2019, 54.(4) : 458-467.



TR SIRIT ARG 2024451 H %5164 4511 T Mol Diagn Ther, January 2024, Vol. 16 No. 1

IiLi% D-D . PCT Bt CRP ks ilAE Ml 9% 52 B4 ili 43 S
JUs 1 K 1) PR AR v 1

LEr WER FWPE

[# ZE] BM /HiiE D- R (D-D) K45 E JF (PCT) KA C I 8 FH (CRP) A6 I 78 il &
WFARIG % (MPP) (U TE X WU PEMT R E R . ik BEHC2021 4F 9 A & 2022 4F 5 H &5 3 AR
& B Wi i MPP S8 L 151 B BF 5 X5 42, AR 4l 18 ™ E AR B 23 i i 20 104 8] K i 40 47 i), LR
[R5 17 ™ 8 A2 S8 LI D-D \PCT M CRP /K. 43 #T IfiLif D-D \PCT f CRP 7K -5 CPIS 43 By AH &
P, AN A UG 8L I D-D  PCT A CRP 7K, 4347 D-D .PCT J CRP #i— B4 % MMP # LTS
P E ., R SEAFLLM Y D-D . PCT .CRP 7KV & CPIS 14334 8 & i TR 4, 2 5 A Gl
= X (P<0.05), IfiL7 D-D.PCT.CRP 7K ¥ 5 CPIS ¥4 & 1E 4 ¢ (P<0.05) . TS A B 4117 D-D .
PCT & CRP /K-¥ 18 3 & TG Rirdl, 25 55 B il %8 X (P<0.05) ., ROC 553 87~ , D-D+PCT+
CRP £ 7 R 5% M 0.932, 457 57 1% 8 0.901, AUC=0.856 (95% CI: 0.846~0.935) , ¥ & F D-D ,PCT & CRP
AT (P<0.05), #5188 I D-D.PCT K CRP 5 MPP 5 1% ¥ R A7 AR S5 DI BE &, vl AV 35 1Ak 1
TEAGHR, WA A R T AW MPP R LB 7™ 1 B R TS 15 00

[£43R] D-B{Kk; PCT; CRP; fiti 4 3[R A4 il 46

The role of serum D-D, PCT combined with CRP in the assessment of disease condition
and prognosis of children with mycoplasma pneumoniae pneumonia

MA Hui*, LIN Haiging, LI Hujun

(Department of General Pediatrics, Xuancheng People’s Hospital , Xuancheng, Anhui, China, 242000 )

[ABSTRACT] Objective To analyze the effects of serum D-dimer (D-D), procalcitonin (PCT)
combined with C-reactive protein (CRP) in the assessment of disease condition and prognosis of children with
mycoplasma pneumoniae pneumonia (MPP). Methods A total of 151 children with MPP admitted to Xu-
ancheng People’s Hospital from September 2021 to May 2022 were selected as the study objects and were di-
vided into the mild group (104 cases) and the severe group (47 cases) according to the severity of the disease.
The levels of serum D-D, PCT and CRP in children with different severity of the disease were compared. The
correlation between serum D-D, PCT and CRP levels and CPIS score was analyzed. The levels of serum D-D,
PCT and CRP in different prognosis of children were compared, and the value of single or combined D-D,
PCT and CRP in the prognosis of MMP children was analyzed. Results The levels of D-D, PCT, CRP and
CPIS in the severe group were significantly higher than those in the mild group, and the difference was statisti-
cally significant (P<0.05). Serum D-D, PCT and CRP levels were positively correlated with CPIS score (P<
0.05). Serum D-D, PCT and CRP levels in the poor prognosis group were significantly higher than those in
the good prognosis group, and the difference was statistically significant (P<0.05). The ROC results showed
that the sensitivity and specificity of D-D + PCT + CRP were 0.932 and 0.901 respectively, the AUC=0.856
(95% CI : 0.846~0.935) , which was higher than that of D-D, PCT and CRP alone (P<0.05). Conclusion

KA B 2 E DA EAFR B (AHW]2022¢034 )
Ve 1 IR ARE RS OUAE, 2%, 5 3% 242000
*EAEEE B E, E-mail: Mh27023506@163.com

%
2t



- 16 - TR SIRITAE 20244E1H %5164 4511 T Mol Diagn Ther, January 2024, Vol. 16 No. 1

Serum D-D, PCT and CRP are closely related to the progression of MPP and can be used as important indica-

tors for prognosis assessment. The combination of the three is more conducive to determining the severity and

prognosis of children with MPP.

[KEY WORDS] D-dimer; PCT; CRP; Mycoplasma pneumoniae pneumonia

fili % = JFAK Jili % (Mycoplasma pneumonia,
MPP) J& H fifi %8 37 Ji {A (Mycoplasma pneumoniae,
MP) it 51 K 8 2 il Fi SR e PR i, o WL T )L 2
I, e 5~15 2 AR B, SR iF5E 7R , MPP
A AL R AL B B 1) 10%~40% "', MPP 2
TR NS, B AR AR B, 5 I R A TR
57, AT A BRI 5K PR BT S i R IR, £E 2 )
Z ARG Z T WIE, XL A oy il 5 AR
JR ST OC T MPP S 0 BARHIL R 1 R o8
IE A HREF I R BN i R S i R
i S AP RS VIR . B 45 2 i (Procalcitonin,
PCT) .C Jz )i % 1 (C-reactive protein, CRP ) J& % VL
(O R A I FE B o Herh PCT & — iy HUIR i
C 205 J0 Y 2 1 T A AR, 6 I DR ml Ak 4 1 SR
i e S IR R G S e i JE . CRP 2 2k
HFAH SN ) — A R AR R B, 457 & A L 245
RAIEEPF IR, HoKF2 3 ETE R4k, [
SN IFSE & 3 D- %A (D-dimer, D-D) £F 4 2 [
e figk 7= ) M S W 2T A4 R 1V A DD RE L TE RRE S
L B —@E R . AL AR D-D \PCT Bk
B CRP Kl 75 1t 98 32 JEAA It 5 58 )L 1% B2 1) v
flir AVE B T .
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PEHL 2021 4F 9 H & 2022 4F 5 A &5 AR E
B S IA 1) MPP BB L 151 491 A WF 52 X 52, AR 48 9 17
P R Oy N R AE 4H 104 1) K FAE L 47 1), HE
HASRE A1 55 60 B, 2 44 6], V-3 4F 1% (6.83+2.27)
% HIEA B 25 B, L 22 1], S IIAE Y (6.48+2.11)
Ao WA — MR 2 T gt B (P>
0.05), A Al LetE

g AHRUE : OMPP 2 Wibs it 5 L2 R 5
il R 23k & 1) PHAF A, EE MPP &L
Z: 2% [ N L FE 41 KRG Al R 2 Wi bR ifE - 5
QW 5~15 % ; QI IRFERIST 2 HERRPRIE -
O AT T P8 1 700 P /N B8 245 9 45
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n(%) 3%, R ¢ K5 ;K H Pearson 1573 Ht 1fiL
i D-D.PCT }z CRP 7K ¥~ 5 CPIS ¥ 43 A X 1 4
il 223X & TAEFRAE 1 £ (ROC) 43 #f D-D \PCT &
CRP Hi— 4 X7 MMP LTS B PEAG (e 5 35
DL P<0.05 =R EA G E X

2 #R

2.1 A[Eyp s ™ & A 8 LIE D-D . PCT .CRP
JK3F- K CPIS P43 H#5

FAELL 1% D-D \PCT .CRP /K- & CPIS -4
PRESTREA, ZEREARI¥E X (P<
0.05), W1,
x1 ARFEEEERLESRI/LMED-D.PCT.CRP KERK

CPIS P4 bL 3R (% £5)

Table 1 Comparison of serum D-D, PCT, CRP levels and

CPIS scores in children with different disease degrees (¥ +s)

0% n D-D(pg/L) PCT(ng/L) CRP(mg/L) CPIS 43 (43)

BREZL 104 0.17+0.08  7.15+2.06  12.75+3.74 5.11+1.48
HEHEA 47 0.69+0.22 12.54+3.69 21.23+5.81 8.22+3.07
i 21.259 11.479 10.760 8.412
P <0.001 <0.001 <0.001 <0.001

2.2 [fiLi# D-D .PCT K CRP 7KF- 5 CPIS 1143 #y4H
Kot
IiL{& D-D .PCT .CRP /K F-#4 5 CPIS #-43 & IE
A (r=0.593 .0.617 ,0.568, P<0.05) ,
2.3 A TiE £ ILINYE D-D \PCT .CRP /K- Ho 4
Rifi 17 45 2 W, e A4 121 6], s A R
4 30 B, TifE AN R 4% D-D \PCT S CRP /K-
P E e TG R4, 2R BHAS = L (P<
0.05), W2,
*2 AEBEEZEILMFED-D.PCT.CRPKFELLE (z+s)
Table 2 Comparison of serum D-D, PCT and CRP levels in

children with different prognos (x +s)

25 n D-D(pg/l) PCT(ng/L) CRP(mg/L)
e Rirdl 121 0.140.05 7.79+2.34 10.59+3.08
WG ARR4 30 1.10£0.35  13.01+3.56  34.74+7.58

X 29.272 9.760 27.292

PiE <0.001 <0.001 <0.001

2.4 D-D.PCT }% CRP i— HA X MMP i LTt
J& P TEAL A 1

ROC i 7~ , D-D+PCT+CRP # #r 7 (i Ny
0.932, #5535 24 0.901, AUC=0.856 (95% CI: 0.846~
0.935) , ¥ 7% T D-D.PCT } CRP #.—# #¥ (P<
0.05), K3 K1,

®3 D-D.PCT K CRP & — BXAX MMP B JLFEH
TEMNME
Table 3 Evaluation value of single and combined D-D,
PCT and CRP for the prognosis of children with MMP

25 RIGE FRE AUC  95% CT Wil P{Y
D-D 0.766  0.724 0.566 0.539~0.793 1.26 <0.001
PCT 0.734  0.706 0.537 0.517~0.788 0.37 <0.001
CRP 0.698 0.0.673 0.526 0.501~0.733 49.29 <0.001
D-D+PCT+CRP 0.932 0.901 0.856 0.846~0.935 <0.001
100 - T ETET
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Figure 1 The ROC curve
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2PV E G PCLAH] FDP K P AR 2 /05
e P

WM \EE FNE W RAH

[ E] B a2t (AMD) B3 205 bR 3 kA AR (PCT) i £F 2 25 (5 R i =
W) (FDP) KX AR rh g/ TEZ i I BIMANME . ik 264 2021 45 1 A 2 2022 410 A EAIN TS B AR
I Bi % %2 212 PCL Y AMI S FAE R RN G AR AR 2 6 & AR 18/ T0 = Fi 53 M 18/ TC 2 T 4 Fixt FR 4
AR AT A AL 545 . FDP \D- —3R/A& (D-D) . A/ & -6(IL-6) . A F-17(IL-17) . FL A Wi 40 7] 4% S5 45 5 1)
255, 2R logistic 8] A 455 54 43 47 18/ JC & 3 04 52 Wi R 2R, SR T ROC il £k 43 A1 18/ JC &2 3% 0 T00300 48 4%
R R/ICE AL SN IR 45 T AR AR F 25 S R SR L (P>0.05) 5 18/ 00 & T AL W AR il
FDP .D-D . IL-6.IL-17 #J& FXf IR4, 25 A Gt 125 L (1=7.468 ,6.070.,16.668 .8.182, P<0.05) ; 1&/TCE i
2 A HT FDP . D-D 7K -5 IL-6 . IL-17 7K -2 IEAH2E (P<0.05) ; FDP . D-D \IL-6  IL-17 ¥ 2 &k /L 18/ J0 5 it
Y52 M (5 2% (P<0.05) ; FDP B4 D-D X PCI A W18/ &2 i B A R A S AN (P<0.05) . 518 ARHi
FDP 755 AMI 8 2012 PCUAR 'h & A 18/ 02 i AH 3¢ , FDP 1564 D-D Al % 15/ J0 &2 i B A7 BU {8

[X$EiR] At ONAESE; 2 RGEREKI AR 18/ICE s £FAEHE P ERER =) s D-— A& Fi

Predictive value of preoperative FDP level on slow / no reflow during PCI of patients with

acute myocardial infarction

YANG Fan*, TIAN Fuyun, SUN Jun, YANG Li, ZHANG Li

(Department of laboratory medicine, Zhengzhou Seventh People’s Hospital, Zhengzhou, Henan, China,
450000)

[ABSTRACT] Objective To study the predictive value of preoperative fibrinogen degradation prod-
uct (FDP) on slow / no reflow during percutaneous coronary intervention (PCI) of patients with acute myocar-
dial infarction (AMI). Methods AMI patients who received emergency PCI in Zhengzhou Seventh People’s
Hospital from January 2021 to October 2022 were divided into the slow / no reflow group and the control
group according to intraoperative slow / no reflow. Preoperative biochemical parameters, FDP, D-dimer (D-D) ,
interleukin-6 (IL-6) , interleukin-17 (IL-17) were detected, the differences of each indicator between the 2
groups were compared, the influencing factors of slow / no reflow were analyzed by the logistic regression
model and the predictors of slow / no reflow were analyzed by the ROC curve. Results There was no signifi-
cant difference in biochemical parameters between the slow / no reflow group and the control group (P>0.05).
Preoperative FDP, D-D, IL-6 and IL-17 in the slow / no reflux group were higher than those in the control
group (1=7.468, 6.070, 16.668, 8.182, P<0.05). Preoperative FDP and D-D levels positively correlated with
IL-6 and IL-17 in the slow / no reflow group (P<0.05). FDP, D-D, IL-6 and IL-17 were influencing factors
of slow / no reflow (P<0.05). FDP and D-D had good predictive value of slow / no reflow during PCI ( P<
0.05). Conclusion The increased preoperative FDP is associated with slow / no reflow during emergency
PCI of AMI patients, and FDP combined with D-D test has predictive value for slow / no reflow.

[KEY WORDS] Acute myocardial infarction; Percutaneous coronary intervention; Slow / no reflow;

Fibrinogen degradation products ; D-dimer; Prediction
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2 PE .0 LA BE (Acute myocardial infarction,
AMD) 2 I PR UL 048 2 fE FAE , 202 4 5
IR ik /- A A (Percutaneous coronary intervention,,
PCI) 2797 AMI G &5 T Bt , BB AE Pl et ok 52
O L . AR, 4 AMI 2 1 PCLE 34T 1M
B ARAT L A I SO LTS TC V8 AR A5 A8 00 1 i
BT, R B C 2R . AMILE# PCLG
RANZ I TC IR U 2 A A AN B O A S Y &
A VRS, PRI I 0 10 AMIT A2 35 PCI 5 12/ 6 2 i
XHE IR A S L 18/ J0 5 e P A B
BL 52 2, He v iy i A 67 for 2 5 22 RH DG Y il ST S
BRI 2, 21 4k A s f# 7= 4 (Fibrinogen degra-
dation product, FDP) 5§ D- — 5 {& (D-dimer, D-D ) J&
J2 W 1l D) B8 S £ i 1% MR R AR A, PR IR A
LR LR RS . CAWFEIESE D-D FHim 5
AMI B 5% PCLJ 18/ 705 Ji AR G , AH ] T Bt 48/ 75
R RE R 5 1 FDP 5508/ JC & i ) 0% & 14
B Z R o R, ASBIE SR 2 B R HiT FDP A %
AMI .35 PCI A 18/ 05 i 0 F i 4 i

1 ARSI

1.1 — R

VEFE 2021 4F 1 A & 2022 4F 10 H 7855 17 45
£ AR E B #52 242 PCL Y AMI 5 3 VE R B 58 %t
L MARRE : OFF 546/ AML 2 WibR i
QfF A 212 PCLF ARG ; @PCL A T
TIMI FF- 3 W & 75 % A 18 /G 20 3 @ AR By 52 56 28 4
MHEPRC . HEBRARE : OPCL S A4 J2)2 |2
P 2E FR AR A ; QBEAAT PCL S | 564k 3h Ik 45 #F
FAR L L OB IO WU O IR A 250
ESE I s @G I B MR L 28 IR YL A B s
PP . LY A 156 il AR & A4 PCTAR
W/ JCE L, B ALY AMI RS 5 g e E i
FXFHRZ . 1B/ JC R I PCLAR W K A8/ JE i, 3
33 i, B 45 55 1 18 Bl L Lot 15 11, AFE i (63.32+
10.32) %, W s 12 451], e ol Fe s 17 48], 4 DR SR

14 5] 5 %F BRZAL PCI AR v R & AR 1800 &2 0, 36 123
i, 45 55 1 68 il L Lot 55 ], AF#% (61.89+9.71)
& WA 52 5], i s 7 B PR R 62
PR A B — M BB L3, 22 RIS T R (P>
0.05) . ABFFEHAF BN L AN REREZ &
L, 5 AHBE KB LB MR ED
1.2 D FEZESRIRYT (thrombolysis in myocardial
infarction , TIMI ) IfiL i7E 43~ 2% M 18/ T &3 O b

R 38 565 bR B bk 1 52 9 i 3 R DL R AT TIMI 43
G000, BT L4 L B JC T 1] 1LY S TIMI 0 4%, 38 5%
IR 3388 5k o3 AT 00 A8 H 7 I AN BB FE AL TIMI
1 9%, ¥ 5250 B8 70 20 AT L4 2 s (8 70 B S
PR AE LR A TIMI 2 2, 1 5% 7 56 4 Fe 84 53 AT 1l 45
TG iy | 70 BV B R IE R O TIMI 3 9%, 12/
St W) B 9 Sy 7 ek AR B0 Ik I AL AR A BEL 1Y) i 4
T, TIMI 0~2 2%,
1.3 Wk

APBEJE 212 PCLHT I A1 6 # ki, R FH 42
H o) A= A6 20 B AR I iR [ B (Total cholesterol
TC) . H i = (Triglycerides , TG) . 1 % 4 (Albu-
min, Alb) . LB (Creatinine, Cr) .0 JLULES &5 (1 1
(Cardiac troponin I, cTnl) . i £/ K (brain natriuretic
peptide, BNP) , >k i 4> [ & 1fiL {41l D-D \FDP,
SR FH T HEK £ 92 W2 B 328550 65 4 D 11 4% 3R -6 (interleu-
kin-6,1L-6) | [14* %-17 (interleukin-17,1L-17)
1.4 Geitabs

K SPSS 24.0 A AT S A B, TR
B n(%) R AT ke THE R (x £5) R,
A e f e, AHOCHE S BT R H Pearson i 4 , 5 1R
K 2 2k logistic 22 2 0105 43 #7 , Tt A7 1 R
ROC £k /1. LA P<0.05 N 22 A Gt L,

2 #ZR

2.1 1B/JCHE T 5N IR A AL FE AR Y AR
18 /00 B 2 5 % BR4H 1 45 T AR Ak A8 bR LL 8
2RI TG IFE X (P>0.05), WE1,

®1 B/AERAEXNRAEMIERILLE (vs)

Table 1 Comparison of biochemical indicators between the slow/no reflow group and the control group (¥ +s)
20 531 n TC(mmol/L) TG (mmol/L) Alb(mg/L) Cr(pmol/L) cTnl(ng/L) BNP(U/L)
255z k| 33 5.18+0.84 1.89+0.56 49.13£10.32 83.18+15.68 21.868.49 193.52+51.32
X FRZH 123 5.05+0.91 1.81+0.34 52.72+9.58 79.42+12.44 19.45+£7.23 186.58+32.45
tfH 0.740 1.031 1.880 1.455 1.637 0.952
PiE 0.460 0.304 0.062 0.148 0.104 0.342
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2.2 1RICERAIGXIRZ FDP K D-D /K- e
18 /J6 52 i 41 FDP \D-D /K ¥ 258 T x) Bi 41,
ZEFA G R (P<0.05) . WK 2,
®2 B/EERABSEREFDP K D-DKFEMLLE (7+s)
Table 2 Comparison of FDP and D-D between the slow/no

reflow group and the control group (x+s)

20 n FDP(ug/L) D-D(mg/L)
18/ Al 33 3.17+0.70 0.7420.29
X 41 123 2.41+0.46 0.45+0.23
18 7.468 6.070
PE <0.05 <0.05

2.3 18/ gl 5% EH R E Tk s
18 /TG I A I LTS TL-6 \TL-17 /K25 F 5
M, ZR AR X (P<0.05), L& 3,

®3 B/EERASTRAIL-6.IL-17 KFHLLE (x=5)
Table 3 Comparison of IL-6, IL-17 between the slow/no

reflow group and the control group (xs)

20531 n IL-6 (ng/mL) IL-17 (pg/mL)
18 /JC R Ul 33 6.59+0.94 32.38+8.78
X R LH 123 4.42+0.57 22.63+5.14
HE 16.668 8.182
P1H <0.05 <0.05

2.4 18/JCE #i4 FDP D-D /K5 RAE K 1 /K F
A

18 /JC 5 i 44 7 FDP . D-D /K °F 5 1L-6 . IL-17 /K
FHAEMHAXKR(P<0.05), WLFKA4,

R4 1B/ EERAFDP.D-DKFESRIERFKFERIELE
Table 4 Correlation between FDP, D-D levels and

inflammatory factor levels in the slow/no reflow group

. FDP D-D
*El ’i‘ﬂ—( . b e ok

r 1 PIE r P
IL-6 0.471 <0.05 0.419 <0.05
IL-17 0.384 <0.05 0.375 <0.05

2.5 18/ICE T K 2 1Y logistic 1715 43 Hr

¥ FDP .D-D . IL-6 . IL-17 1E i F 28 & 94 A
logistic [l 9 465 7Y i3k 47 70 B , DL J& 75 & A 18/
A A A&, 45 R s . FDP . D-D |
IL-6 IL-17 ¥ /2 & B 18 /00 & i 1Y 5% e & .
WK S5,
2.6 FDP 5 D-D k& Huill 12/ 76 &2 it i) ROC £k
53 Hr

FDP Y D-D il [ ¢ & 1 U 18/7C &2 3 1)
ROC &k W3z 6 Kl 1,

x5 B/EEFRFMEZM logistic BVAH#7
Table 5 logistic regression analysis of influence factors of

slow/no reflow

fetr B SEfi Waldfi OR{H 95% CI P{H

FDP 2131 0.480 19.674 8422  3.28~21.595 <0.05
D-D 3365 0990 11.546 28935 4.15~201.542 <0.05
IL-6  1.039 0.514  13.751 10.292 3.752~34.582 <0.05
IL-17 0.314  0.624 12.145 9.945 3.932~71.932 <0.05

&6 FDP5D-D BMEEATMIE/LEFRE ROC LT
Table 6 ROC curve analysis of FDP and D-D in predicting

slow/no reflow separately and jointly

o REUE HESE
I ") “(q) PH

FDP 0.824 0.726~0.922 2935 8211 78.79 <0.05
D-D 0.790 0.709~0.871 0.598  78.05  69.70 <0.05

2N AUC 95% CI

FDP+D-D 0.884 0.821~0.946 86.18 81.82 <0.05
1007 e .l-_"'-”““_-
e, st “ FDP+D-D
5E L D-D
iy — BEL

RIUE (%)
£

0 25 50 75 100
15551 (%)

1 ROC g%k
Figure 1 ROC curve

3 itig

P2/ 005 i PCLAR VR WO e 2 —, B
PP 3 A A TR R85 56 Fik 9 AL BH %€ L5
ik i 52 G I A P (O LT S AL R B
LT, AMI A PCIAR TR/ i 5 AR E AR
O VRS SR ) & HE AR O, TR AR PCT A i v At 3 0
1% /00 8 i R GE A7 b B RRAIRAR Th g B T
KR RGN RO ML R kA 5 R el i
HAEEZEZ L,

1/ I0 2 T ) & HE AL 2%, FErb ) e 4l i i
B it P T R H A2 21— B0 T 18 /068 R
PRA: FRELAL . PCTAR o ILZH 230 A5 0l 97 108 v
S ML PN R 28 I Gl ot R A R A P R A e
VAR R ) A I IRESI WL A5 A RN N8
TR ™ T AR T s R P A v D
MAFFA FPRES , D-D fE it 72 ih K =4 5 [l st
STV R B8 4k K BRI, £F 4k TR (U i 9F 72 4R FDP,
B A W54 i PCI AR | D-D /K F- T+ 5 PCI AR
M8/ JC R Y & AR AR G (HL B D-D T/ 0 2
(RCREREAIR ™ s AR BIF 5% 1 &5 1 5 B A o2 1
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W45 R —30, R A A2/ JC B i iy AMI 35 PCI
ARHif D-D /K-8 . Bk D-D &b, A4 5818 X%} FDP
RN, SR K AR R AMI B, &4
& /70 5 B9 AMI % PCIL K R FDP 7K 8 & o
DL b5 5 B PCLR 18 /00 &2 ik /B 4 F7 7 PCLR
Hiil D-D J FDP /K~F-Ft i , #1114 75 PCL AR il i Bk
Kok & RS 5 PCT AR I8/ E B A 5.

TR A P R A 45 S T v 8 B 40 K 47 1 L
L S BUMUAE N B AR 2 IR R
A3 A2 2%, Hor S SN B TS PO R L B
Y R A= B0 LRE S 5 B IR AR A0 L AT REAE
O WLPEE R R L &k A 1800 &2 v R 31 O B 1
FHMR IL-6 IL-17 2 E Z AL R AN+, FER
i SN RIS R e R AR Sk
A 2= BRI G 45 R4 s AR LY TL-6 . IL-17
W2 5 PCL AR H &/ L E A e i —25 404
P2/ TG i & o B v S i N 5 e B B 4k AT
(TR G MR, KR8/ JC R Wi A R R
D-D .FDP /KF 5 IL-6 . IL-17 /K2 IEA K, DL 1
SRR T8/ TG T A AR b B R
Ak R 7 0 AT REAIL | B A AT S0z AT

e, AWF5T a2 R 2 3 ) ROC {16 4y
B 04 5 SO /76 52 3 6 52 e R 28 8 T 264 T 4
K. 1E logistic ZK R /3 : R D-D .FDP.IL-6 ,
IL-17 34/ PCI AR H 2/ JC 5 It B 52 i R 365 7 e 36
filh -9 ROC fhZ& 73 #7 ik 71 : D-D S« FDP S J 3k
G Hx PCLAR 2/ I8 52 i HA WA, IF H W
T F8 b BB A5 T F14 R E BEARL , 52 R AR S MR 4y
M3k F) 86.18% 1 81.82% .

i LRk, R 5 FDP F+ &5 5 AMI 34 &2
PCI A H & A 18 /06 5 1 AH G, FDP B & D-D Al
JETHN PCI A Hp 18/ J0 & i i FEARFE A
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i IL-6 .PCT . TNF-« 55 GBS & 4404 BRI Uig &%
JA e &

Ik RFT IR A

(# ZE] BM /AN E-6(IL-6) FFEE5EFE(PCT) MIEIRIEH F-a (TNF-o) 5 B st Bk
T (GBS) B2 IO R RATIREE R E R . Fik BEEL 2020 4F 5 A % 2022 4F 3 A T #FEE R4 MR L
IR IR BEBE AT PR LA B A 7 16 125 ) GBS UL A 1A R W58 X 42 (GBS 41) , ) o BRI B ACyA 114 fe e 7=
11100 4% Sy %t BELH . %F b GBS 4 % BE4H 111315 IL-6 . PCT . TNF-o /K ¥ 5 FE 80 20 SR R 45 5 5 20 BT 3% T
GBS B2 I B AR UR 45 J7 1 BA IR 2% 5 2R FH 22 7€ Logistic [ 4347 5% 1 GBS JR S 28 AN BT UR 25 = 1
fabyHZ ., &R X4 IL-6 . PCT . INF-a KPR T GBS 41, 22 5 A G it 3 L (P<0.05) ; % R4 KL
7 R 6L 0 B )L GBS YL L R A LR B B ) K A R RT GBS 41, 2 R A 4l T
7 X (P<0.05) s 2K AT GBS & B, GBS 414 37 Bl 1A AN R AT UR4S 7 , 88 Bl 7= 10 R 1E AR R4S A s A
R AT IRZE R 20 5 1E 8 M IR S5 4042 B R R AR R AR LU, 22 R RS2 L (P>0.05) s TR AF
% (GBS J&HL 43 9% | MML3E IL-6 .\PCT . TNF-o /K- LUHL , 26 58 4e 27 5 L(P<0.05) ; 4 2 JC Logistic [FI1H /3
Mrig /R AEIE=35 % (GBS YL /r4% } GBS it B GBS MH4 LR 1L-6>0.463 ng/L. . PCT=0.5 ng/mL
TNF-a=30 fmol/mL 4 /& % i GBS /&Y 22 1A A AT YR 45 3 M fE 16 TR 2 (P<0.05) , 4518 IL¥ IL-6.
PCT . TNF-a /K F- 7€ GBS /B YL ™ {AAS R AT WR S 7 F8 3 T 22 @ RS, =48 b5 vl Ay W 751 B/ GBS Jk 4t
FEIARN AT IRE J5 1) TE LR R

[X#F] IL-6; PCT; TNF-«; GBS /gL ; 22l ; AR IEIRES R

Relationship between serum IL -6, PCT, TNF -« and adverse pregnancy outcomes in
pregnant women with GBS infection

DU Xuebing'*, QIAN Fang’, WANG Yijuan®, WEI Jing’

(1. Department of Medical Record, Beijing Tiantan Hospital Affiliated to Capital Medical University, Bei-
jing, China, 100160; 2. Department of Laboratory Medicine, Beijing Tiantan Hospital Affiliated to Capital
Medical University, Beijing, China, 100160; 3. Department of Obstetrics, Beijing Tiantan Hospital Affiliat-
ed to Capital Medical University , Beijing, China, 100160)

[ABSTRACT] Objective To analyze the relationship between serum interleukin-6 (IL-6) , procalci-
tonin (PCT), tumor necrosis factor-a (TNF-a) and adverse pregnancy outcomes in pregnant women infected
with Group B streptococcus (GBS). Methods 125 GBS infection-positive women who underwent Beijing
Tiantan Hospital, Capital Medical University and gave birth in this court from May 2020 to March 2022 were
selected as the research subjects (GBS group) , another 100 healthy pregnant women admitted during the same
period were selected as the control group. The serum IL-6, PCT, and TNF-« levels between the GBS group
and the control group were compared. The pregnancy outcomes between the two groups were compared. The

single factors that affected adverse pregnancy outcomes in pregnant women with GBS infection were analyzed.
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The multiple logistic regression was used to analyze the risk of adverse pregnancy outcomes in pregnant wom-
en with GBS infection factor. Results The levels of IL-6, PCT, and TNF-« in the control group were lower
than those in the GBS group (P<0.05). The incidence rates of premature birth, premature rupture of mem-
branes, fetal distress, neonatal GBS infection and neonatal pathological jaundice in the control group were low-
er than those in the GBS group (P<0.05). After inspection and follow-up, it was found that 37 women in the
GBS group had adverse pregnancy outcomes and 88 women had normal pregnancy outcomes ; there was no sta-
tistically significant difference in the adverse pregnancy outcome group and the normal pregnancy outcome
group in terms of gestational age, whether they were primipara, etc. (P>0.05). Comparing the age, GBS in-
fection grade, serum IL-6, PCT, and TNF-« levels between the two groups showed statistically significant dif-
ferences (P<0.05). Multiple logistic regression analysis showed that: age = 35 years old, the classification of
GBS infection as GBS carrier or GBS chorioamnionitis, IL-6 >0.463 ng/L, PCT = 0.5 ng/mL, and TNF-a =
30 fmol/mL were risk factors for adverse pregnancy outcomes in pregnant women with GBS infection (P<
0.05). Conclusion Serum IL-6, PCT, and TNF-« levels are elevated in patients with adverse pregnancy out-
comes in GBS-infected mothers. The three indicators can be used as important indicators for monitoring and

preventing adverse pregnancy outcomes in GBS-infected mothers.
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Table 1 Comparison of the serum levels of IL-6, PCT and

TNF-a between the two groups (x+s)

20 n IL-6(ng/L) PCT(ng/mL) TNF-a(fmol/mL)
XHRZH 100 0.42+0.04 0.39+0.08 26.49+5.28
GBS#l 125  0.65x0.21 4.37+1.12 43.69+6.22

PALE! 10.792 35.447 22.022

PAH <0.001 <0.001 <0.001
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Table 3  Analysis of single factor factors affecting adverse
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IL-6(ng/L) 0.91+0.26  0.55+0.15  9.274  <0.001
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Table 2 Comparison of pregnancy outcomes between the two groups [1n(%) ]

25 n FKIGY Fp= MR s RILEE HAEIILER B L GBS Jgkije A LS R B
XHRZH 100 7(7.00)  6(6.00) 7(7.00) 4(4.00) 5(5.00) 2(2.00) 4(4.00) 4(4.00)
GBSZl 125 11(8.80) 21(16.80) 23(18.40) 8(6.40) 17(13.60) 5(4.00) 35(28.00) 14(11.20)

HE 0.245 6.126 6.248 0.633 4.657 0.737 27.332 3.913

Pia 0.621 0.013 0.012 0.426 0.031 0.390 <0.001 0.047
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Fz4 WGBS BEZAFRIIRE BRI % B = logistic B30 #r

Table 4 Multivariate logistic regression analysis of adverse pregnancy outcomes in pregnant women infected with GBS

(S [N(ED B SEfH Wald {8 OR(95% CI){H Pii
AR 0=<35 % ;1==35 % 2476 0.267 5.349 1.697(1.005~2.864)  0.007
GBS FYL5r4g 0=GBS WIIfi RIEYL ; 1=GBS 47 i ul GBS ME4L B L% 3.165 1153 6.725 12.815(9.608~17.165)  0.012
IL-6 0=0.373~0.463 ng/L; 1=>0.463 ng/L 2986  1.087 5646 9.167(6.875~12.2847)  0.022

PCT 0=<0.5 ng/mL ; 1==0.5 ng/mL 0.657  0.264 6.193 1.929(1.150~3.237)  0.013
TNF-a 0=<30 fmol/mL ; 1==30 fmol/mL 0.674  0.265 0.975 2.016(1.152~3.487)  0.033
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VSD IR I e 1 ProR e k5 1 iR g A TR
fibs . RVEH 1~ B Ty REK SL11 55 i
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[ E] B HiTHEHEMSIRBAR (VSD) IR TT IR B 5 IR G 4k % 45 & B F ARG
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87 Bl E BT N e AR S5 4k & B R Ge B 3 B O IR B B L R R T 55 61, — AR S 0
32 BiAE S A i — I RS 47 P9 EE TR s % B EH R FARE ] KGR EE Y, 1AM E e 2L e,
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(TNF-a) .14+ % -6 (IL-6) .C [ i 2 [1 (CRP) K- | Efg Ik & 16 DL LG (BRI 1 Th ik LA B R AR T Rk
AR VL SO RETE Bl . S8R 87 il i3 2L 87 Mo I 1A , Horp 5 2= BRI T 43 #k (49.42% ) , 1 22 FI Pk
T 32 1k (36.78% ) , ELTA 12 £ (13.80% ) o BIFFTLH 48 25 VK8 /b T %8 BREH, 428 il JS e i 1] B T TE 7 s A
BE FsF (1] AT B e 7% TR Isf (] 4 J 0% R, 22 59 96 e 127 25 L (P<0.05) 5 1897 J5 41 TNF-o [ IL-6
CRP /K34 B, b R oE 4 A8 A dme o 3, 22 5o et 248 L (P<0.05) ;3677 )5 P41 HSS . Baird-Jackson
PEA LT A ST A o 3, 22 R A G L (P<0.05) o FFFEALIE R 34 (95.65% ) i % R4
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[&iA]  VSD; IRE-EPrak & &gy s o ; RYEHE T

Effect of VSD treatment on surgical indicators, inflammatory factors and functional recov-

ery in patients with secondary bone infection after tibial fracture surgery

LU Qing', PAN Zhenhua', LIU Li', KOU Yuting', NIE Xiaoteng', LI Yujia®, XING Wenzhao'*

(1. Department of Orthopedics and Traumatology, the Third Hospital of Hebei Medical University, Shijia-
zhuang, Hebei, China, 050051; 2. Sports Medicine Preparatory Office of Hebei Medical University, Shijia-
zhuang, Hebei, China, 050051 )

[ABSTRACT] Objective To investigate the effect of vacuum sealing drainage (VSD) treatment on
surgical indicators, inflammatory factors, and functional recovery in patients with chronic osteomyelitis sec-
ondary to open tibial fractures. Methods 87 patients with secondary bone infection after internal fixation of
tibial fracture treated in the Third Hospital of Hebei Medical University from December 2020 to June 2022
were selected, all of whom were tibial shaft fractures. 55 cases of primary open fracture were sutured in the
first stage; 32 cases underwent internal fixation after primary debridement at the time of trauma; the patients
were treated with surgical debridement, removal of internal fixation, and fixation with external fixation frame.
After debridement, local wounds could not be completely closed, complicated with exposed bone, and VSD
covering treatment (study group, n=46) or bone cement covering treatment (control group, n=41) were ran-

domly selected, the distribution of pathogenic bacteria, surgical indicators, inflammatory factors [tumor ne-
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crosis factor-a (TNF-a) , interleukin-6 (IL-6), C-reactive protein (CRP) levels ], functional recovery [knee,
ankle and limb function recovery ] and complications were summarized. Results There were 87 pathogenic bac-
teria in 87 patients, including 43 Gram-positive bacteria (49.42% ), 32 Gram-negative bacteria (36.78% ), and
12 fungi (13.80% ). The number of dressing changes in the study group was less than that in the control group,
and the infection control time, wound sterility time, hospitalization time, and skin flap transfer operation time
in the study group were shorter than those in the control group, and the difference was statistically significant
(P<0.05). After treatment, the levels of TNF-«, IL-6, and CRP in the two groups decreased, among which the
change in the study group was the most significant, and the difference was statistically significant (P<0.05). Af-
ter treatment, the HSS and Baird-Jackson scores of the two groups increased, among which the change in the
study group was the most significant, and the difference was statistically significant (P<0.05). The excellent
and good rate of the study group (95.65% ) was higher than the excellent and good rate of the control group
(80.49% ) , and the difference was statistically significant (P<0.05). Conclusion Under the condition that the
wound cannot be closed, VSD in the treatment of patients with secondary bone infection after internal fixation

of tibial fracture can improve the level of surgical indicators, inflammatory factors levels in patients, and pro-

mote the recovery of patients’ limb function, which is worthy of clinical promotion and application.

[KEY WORDS]

ria; Inflammatory factors
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giiter i Lo

2 R

2.1 IR R A

87 171 s 25 2 87 MR I TR, b A 22 Pk A
43 15 (49.42% ) , 5 == I T 32 1k (36.78% ) , HLIA
128£(13.80%), WFE1,

®1 WMARRFEHARS LR
Table 1 Comparison of the composition and distribution of

pathogens between the two groups

973 i T AL F R L (%)

2 P 43 49.42

A AT 2 BR R 26 29.88

Y5 I71 Rt P 12 ) 280 R AT 12 13.79

i7E2 40 1 1.15

Hofth 4 4.60

2 PR 32 36.78
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R A oA TR 6 6.90

fifd [C A B FF 1 3 345

BIE A FF P 1 1.15
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PR 22 R R 8 9.19

Pty I 22 e RE 2 2.30

HeAAR 22 B 1R 1 1.15

HAh 1 1.15

et 87 100

2.2 FARIER

T L3 25 B/ DT X6 BE A, 4 il JER i ] ]
AT B AEBERTTE] AT B R AR ) 34 5 T

YR, =R A G E L (P<0.05) . WK 2,
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1GY7 S5 Wi 2H TNF-a . IL-6 .CRP 7K -3 TR, 1
TR A Aol 3, 2 R A ST FE L (P<
0.05), W33,
2.4 JWiADRE

VAYT J5 W 2 HSS . Baird-Jackson ¥4+ 14 | TF,
Hrh s AR N B3, 2R AT FE L (P<
0.05) . WFFRAIE KK A (95.65% ) = T X IR K
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F2 MAFREXEIRELER (x25)

Table 2 Comparison of surgical related indicators between the two groups (X +s)

21 n P e ) (d) AT JE HE K (d) 17 B etz R Il i) (d) {EBERFTE] (d) 2GR E ()
WhoE 4 46 11.32+3.62 25.82+6.17 8.14%3.21 34.13+2.64 2.35+0.71
X 2 41 20.38+5.84 40.55+7.63 16.17+4.15 43.97+4.45 8.17+1.26
i 8.798 9.945 10.153 12.703 26.957
P <0.001 <0.001 <0.001 <0.001 <0.001

®3 WARTHRRERRIEE (3+5)

Table 3 Comparison of inflammatory indicators between the two groups before and after treatment (x+s)

o . TNF-a(pg/mL) IL-6(pg/mL) CRP (mg/dl)
YRITHI BT )E TRIT RIT)E TR BT )E
k| 46 278.76+27.82 93.19+15.43" 361.54+9.88 128.31%13.09° 1.89+0.15 0.75%0.17*
Xf 20 41 279.13+28.74 165.32+16.22° 362.12+8.06 175.52+15.38° 1.87+0.13 1.16+0.14°
1l 0.059 21.245 0.298 15.465 0.661 12.190
Pt 0.953 <0.001 0.767 <0.001 0.511 <0.001

5 FABITHT LI, *P<0.05,

x4 WMARTHREBIEINEELLE [(R£5),n(%) ]

Table 4 Comparison of limb function between the two groups before and after treatment [ (x+s),n(%) ]

o . S HSS(43) _ _ Eaurd—]ackson(é%i‘ b
TRITT RIT I IRYT HI WRIT I
WAl 46 36.14+10.73 60.41+8.19° 63.57+7.63 01.49+4.31° 44(95.65)
popicin 41 36.87+10.64 49.36x10.63" 63.04+7.17 83.31%6.62° 33(80.49)
2l 0.318 5.463 0.333 6.901 4.900
P 0.751 <0.001 0.740 <0.001 0.027

S RIRI T, P<0.05,

3 i
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A PG AR PR B

B EIR WL SLiEAe

(¥ E] H#® ﬁiﬁ%\'ﬁiiﬁﬂﬁﬁ@%%ﬁﬂ(APACHEH)iT'-ﬁa\ MFLRME D- Bk
AR R TG MO SEME . J7iE GEE 2021 R 1 A £ 2022 4F 12 A EAE S N R E FAE E AR
Wi Y 81 1 AR YL HB 3 A A R A, AR 28 d TR G B R AR A4 49 B RIAE T4 32 B . AR AE
o4 A AR AL PRRFAE B2 APACHE T 343 | i FLIR ¥k FE . D- AR IK - 5 Pearson F X1k 43 B 461240
APACHE II P43 Al ML FL AR e J  D- AR B IE & 5 52 W T (19 fG 16 IR 5% FH £ IR & Logistic 32 4 1] 19
38T s 2R # TAEMZ (ROC) 43 HF APACHE 11 343 | It L B2 Wk & . D- — M T A R A T 00 A 1

R W APACHE T 3745 | i FLIR W &\ D- RS- i3 T X IR AL, 22 B g it 2% 0 X (1=4.269,
8.785,2.746 , P<0.05) ; FE T 4 WL 8 S, L 4] . SOFA $£43 \ICU 43 b B ] F1 PCT /K -5 TLEAP4, 2 5
Bt X (4=4.847,4.940, 1=8.256,12.474, P<0.05) ; 5ET-41 APACHE Il ¥£43 . FLIE . D- — B4k K
T TN, B0 58 X (1=2.629,9.702, 3.086, P<0.05) ; Pearson #1514 , JET-41 APACHE Il
PE4 A FL R He B D- — B K 2 1E M 5& (P<0.05) ;5 Logistic 115 4» #7 , ML 3 i <. . APACHE-II ¥ 43
=22.28 43 F L FL R Y& JE =3.58 mmol/L 34 >y 52 W 20 i Jak e B 35 05 AN R 09 4 57 e B B R (P<0.0.5) 5
ROC 4317 , APACHE Il %3 . Ifil LR W B . D- — SR AAHR A e ) 950 0] o i Jee e #8235 i J5 AN R 1Y AUC 2y
0.921(P<0.05), 4t FEAEIRYL B E APACHE I ¥4 (I FLER W B D- R R 5 H Wi 5 % VI ¢,
Horp APACHE- T 43 01 1 L 19 v i 35 Sy 5 i F R R e 2B 5 TR I fe R R K

[EEiA]  AttAArEERR G T PE5; MFLER; D- R ; FAr Y

Correlation between APACHE II score, lactic acid concentration, D-dimer and prognosis
in patients with severe infection

LU Lili, WANG Jianbin, YANG Fan, KONG Dehua*

(Department of Critical Care Medicine, Anhui Second People’s Hospital, Hefei, Anhui, China, 230000 )

[ABSTRACT] Objective To explore the correlation between score of acute physiology and chronic
health evaluation I (APACHE Il ), lactic acid concentration, D-dimer and prognosis in patients with severe
infection. Methods A total of 81 patients with severe infection admitted to Critical Care Medicine Depart-
ment of the hospital were enrolled as the observation group between January 2021 and December 2022. Accord-
ing to 28 d prognosis, they were divided into the survival group (49 cases) and the death group (32 cases).
The clinical characteristics, APACHE Il score, lactic acid concentration and D-dimer level were compared be-
tween the observation group and the control group, as well as between the survival group and the death group.
The relationship between APACHE Il score and lactic acid concentration, D-dimer was analyzed by Pearson
correlation analysis. The risk factors of prognosis were analyzed by multivariate logistic stepwise regression

analysis. The predictive value of APACHE Il score, lactic acid concentration and D-dimer for poor prognosis

KRB ZHA T AEREERETAHAHEER B (AHW]2022a026)
M de . e B AR E R B A, S8, A2 230000
*BAZAE R SL#2 4L | E-mail : 13955111860@163.com
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was analyzed by the receiver operating characteristic (ROC) curves. Results The APACHE Il score, lactic
acid concentration and D-dimer level in the observation group were higher than those in the control group (t=
4.269, 8.785, 2.746, P<0.05). The proportion of mechanical ventilation, SOFA score, stay time in ICU and
PCT level in the death group were higher than those in the survival group (y°=4.847, 4.940, 8.256, 12.474, P<
0.05), the APACHE Il score, lactic acid and D-dimer in the death group were higher than those in the survival
group (7=2.629, 9.702, 3.086, P<0.05). Pearson correlation analysis showed that the APACHE I score was
positively correlated with the lactic acid concentration and D-dimer level (P<0.05). Logistic regression analy-
sis showed that mechanical ventilation, APACHE Il score = 22.28 points and lactic acid concentration = 3.58
mmol/L were independent risk factors of poor prognosis (P<0.0.5). The ROC curves analysis showed that the
area under the curve (AUC) of the APACHE Il score combined with the lactic acid concentration and D-dimer
for predicting poor prognosis was 0.921 (P<0.05). Conclusion The APACHE II score, lactic acid concentra-

tion and D-dimer are closely related to prognosis in patients with severe infection. Among them, the APACHE

Il score and lactic acid concentration are risk factors affecting the prognosis in patients with severe infection.

[KEY WORDS] Score of acute physiology and chronic health evaluation II ; Lactic acid; D-dimer; Se-

vere infection

I SRS 2 pR SO S W AR LR R B 5 |
A AN I B 4 B A AR D e 2 R B0 4 B R
F g, B R R o 15 A e LG R 0 S 2 AR R
fiE, XA A a2 A U™ E RO R, SR
AT 1 W A TP A H I SR TS A R Tl R 12
7 05 R A AR PO T, Stk A BRI gt
KAt &C 1T (acute physiology and chronic health evalu-
ation Il , APACHE 11 ) 373 /2 H i i PR 3£k F i /R
e I R M TS T LA AT 2 il FL ARk B
5B & B AR R AT O D- R AR I
o I v U W ATLAA AT B A A 2 M IR e XU R E 1l 1))
RERERS PR e AR . BRAEA T HGE 1 3k
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YRR TS PR DG | B TE D A B B TS T
fliER AT S 1 SR

1 W&EEFE

1.1 x5

Ve 2021 4F 1 H 2 2022 4F 11 A ZEEE N
B B EAE R 2 R IACIA 1Y 81 (91 B B e J A 4 A
LA, WA 28 d WIS 1 B0 0 AR A4 49 191 RN AE
T-40 32 6], I AR : OFF & Ch [ 202 e R
S I R S B A ) EERE YL IZ AR QB R R R
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Pl . APACHE 11 W43 | Ji & 95 AR e 0
$iE WP R HLBIE <L 1 40 B2 122 (white blood
cell, WBC) . H k7 201 it 5 bk B4 20 B HE A (neutrol-
phil to lymphocyte ratio, NLR ) . Ifil ZI. # F (hemoglo-
bin, Hb) . Ifil L & (serum creatinine, Scr) . Ifil JR &
(blood urea, BUN) . i fiH 4T % (total bilirubin,
TBiL) | FL#AHZT % (direct bilirubin, DBIL ) .
1.2.2  [FLER I D-— R AAAG I

i1 3B A8 5 T 3 ok B AR B DK it 4 A 1 L A e
A3 AT, BUAS IR F K AL 3 mL, A 3 000 r/min 5.0 10
min, B0 AR5 em, 703 LT , R FH RS 00 058 U A
I E83 1M 7 D- R Ak
1.3 BV TS

BT 28 d, ic S AR A e 9 A= A1 O, AR A7
SR UG PR =36 B A2 Wi 45 R il 5 Ho oy i st
T4 A R4
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SPSS 22.0 # 1F #E 47 %4l o3 By, 1F i BEORER
H(x+s) T, R K E T EBCRRH n(%) %
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TR B X U 18 T A 1L ; P<0.05 8 22 5 A e 1T

2 #R

2.1 N[9S H A SR R I R AR L A

FET 4 ML < EL 5] L SOFA 743\ ICU fE Bt
BF ) A PCT /K7 S 2 8 TA R4, Z R A4t
B (P<0.05), WFE1,

R TRAWREEEBRREBERARFHELLER [ (x2s),n(%) ]
Table 1 Comparison of clinical characteristics in severe

infection patients with different prognosis [ (¥+s),n(%) ]

e A ArH

Ik RAFFAE (n=32) (n=49) el P
i (%) 66.78+12.06  65.82+12.77 0.338 0.736
BMI (kg/m?*) 24.19+4.62  24.07+4.58 0.115 0.908
5
5 25(78.12)  33(67.35) 1.106 0.293
i@ 7(21.88) 16(32.65)

P Al
Jiti 0 ik 25(78.12)  35(71.43) 1.498 0.683
I M SR e 6(18.75) 10(20.41)

W PR R IR 0(0.00) 2(4.08)
?E%%m‘wt%ﬁ 1(3.12) 2(4.08)

& ISR
Ji e 5(15.62) 3(6.12)  3.270 0.293
i £ 1 3(9.38) 2(4.08)
oAl 5(15.62) 6(12.24)

Jo 19(59.38) 38(77.55)

BB S
Jc 19(59.38) 40(81.63)  4.847 0.028
el 13(40.62) 9(18.37)

SOFA 145 (43)

ICU HBersfa) (d) 13.40+3.02 9.18£1.56  8.256 <0.001
<5 15(46.88)  35(71.43)  4.940 0.026
=5 17(53.12) 14(28.57)

WBC(x10/L) 10.98£2.34  10.85x2.19  0.143 0.886

NLR 15.28+4.15  15.34%3.87 0.066 0.947

Hb(g/L) 137.91£23.61 138.45+23.94 0.099 0.921

Ser(mmol/L) 59.37#8.32  60.12+849  0.391 0.696

BUN (mmol/L ) 5.48+1.27 541x1.13  0.259 0.795

TBiL (wmol/L) 10.16£2.18  9.35x1.80  1.774 0.079

DBiL ( wmol/L ) 1.85+0.53 1.81£0.54  0.328 0.743
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AST(U/L) 51.34+8.55  50.80£8.30 0.283 0.778
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Table 2 Comparison of APACHEII score, lactic acid
concentration and D-dimer level in severe infection patients

with different prognosis (x+s)
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Table 3 Logistic regression analysis on the influencing factors of prognosis in patients with severe infection
— TR BAE SEA{H Wald 7 i OR1H 95% CI Py
HURGE < (75 vs i) 1.015 0.411 6.099 2.759 1.233~6.175 0.014
SOFA /3 (<11.27 43 vs =11.274}) 0.981 0.502 2.740 2.296 0.858~6.141 0.099
ICU H:Be i) (<5 K vs =5 K ) 0.649 0.473 1.883 1.914 0.757~4.836 0.171
PCT(<5.23 ng/mL vs =5.23 ng/mL) 0.958 0.496 3.731 2.606 0.986~6.891 0.054
APACHE I1 143 (<22.28 4} vs =22.28 /}) 0.856 0.417 4.214 2.354 1.039~5.330 0.041
FLI#R (<3.58 mmol/L vs =3.58 mmol/L) 0.977 0.428 5211 2.656 1.148~6.146 0.023
D- "Bk (<11.28 ng/mL vs =11.28 ng/mL ) 1.014 0.545 3.462 2.757 0.947~8.022 0.064

34 APACHE I ¥4y . I ZLEE K E . D- — BE TN EfE B L B EHUE N R B ROC 451E

Table 4 ROC characteristics of APACHE Il score, lactic acid concentration and D-dimer for predicting poor prognosis in

patients with severe infection

bR AUC RPN U T HWT{E 95% CI PiE
APACHE Il /3 0.814 0.049 0.812 0.735 22.28 4% 0.718~0.909 <0.001
LR 0.827 0.059 0.750 0.939 3.58 mmol/L 0.710~0.943 <0.001
D-— Rk 0.800 0.051 0.656 0.830 11.28 ng/mL 0.700~0.900 <0.001
it il 0.921 0.030 0.718 0.945 0.862~0.980 <0.001
et S B P A R T X TR BT B 2
0.8 %P@CHEH oy 55( ﬁ"é )
206 D- &k
# A e
o o SETM
02 [1]  Vos LM, Bruyndonckx R, Zuithoff NPA, et al. Lower respi-

0 02 04 06 08 1.0
1-Hp5etE

B 1 ROCHiZk
Figure 1 ROC curves
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RLUF4H 45 ), BUG A B4 700, PIgLrES] AR BMISEE A, 22 5 041243 L (P>0.05) o P2 B
B 20 ANAE T4 35 55 1 A1 .GGT AFP .GP73 .GPC3 /K- [b 4, 2 7 BT 41 75 L (P<0.05) ; 4
JG Logistic [P 43 #7 7 , 56 1L Al B 21 40 i1 H40 . 2008 85 11 A1 .GGT . AFP .GP73 .GPC3 /K- T2 i
PHC % WS A BN G 6 I 2 (P<0.05) ; AFP . GP73 .GPC3 -4 K 12 Kt PHC (R0 e S 88 43 3
0.956 . 0.857 ; AUC=0.950 (95% CI: 0.909~0.991) , W] i % T AFP.GP73 .GPC3 S ph &l . 458 1
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Value of serum AFP, GP73 and GPC3 detection in the diagnosis and prognosis assessment
of primary liver cancer

HE Ping'*, XU Jingyi*, ZHANG Xuexue', CHEN Xiaolong'

(1. Department of Infectious Diseases, the First Affiliated Hospital of Zhengzhou University, Zhengzhou,
Henan, China, 450000; 2. Department of Otology, the First Affiliated Hospital of Zhengzhou University,
Zhengzhou, Henan, China, 450000)

[ABSTRACT] Objective To evaluate the value of serum alpha-fetoprotein (AFP), Golgi glycopro-
tein 73 (GP73) and phosphatidyl inositol proteoglycan 3 (GPC3) detection in the diagnosis and prognosis of
primary liver cancer. Methods 52 patients with primary liver cancer admitted to the First Affiliated Hospital
of Zhengzhou University from May 2021 to May 2022 were selected as the study objects, another 46 cases
with cirrhosis and 48 cases healthy physical examination admitted to our hospital during the same period were
selected as the cirrhosis group and the health group, respectively. The levels of AFP, GP73 and GPC3 were
compared among the three groups and the PHC group at different pathological stages; the general prognostic

data of PHC and levels of AFP, GP73 and GPC3 were compared; Multiple logistic regression was used to ana-
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lyze the risk factors affecting the prognosis of PHC. The ROC curve was drawn to analyze the diagnostic effect
of serum AFP, GP73 and GPC3 alone and combined detection of PHC. Results The levels of AFP, GP73
and GPC3 were as follows: PHC group > cirrhosis group > healthy group, the difference was statistically sig-
nificant (P<0.05). AFP, GP73, GPC3 levels in the PHC group with different pathological stages were: IV>
>0 >1, the difference was statistically significant (P<0.05). There were 45 cases in the good prognosis
group and 7 cases in the poor prognosis group. There was no significant difference in gender, age and BMI be-
tween the two groups (P>0.05). The levels of prothrombin, red blood cell count, apolipoprotein Al, GGT,
AFP, GP73 and GPC3 were significantly different between the two groups (P<0.05). Multiple logistic regres-
sion analysis showed that the increased levels of prothrombin, red blood cell count, apolipoprotein Al, GGT,
AFP, GP73 and GPC3 were risk factors for poor prognosis in PHC patients (P<0.05). The sensitivity and
specificity of the combination of AFP, GP73 and GPC3 for diagnosis and prognosis of PHC were 0.956 and
0.857, respectively; The AUC=0.950 (95% CI: 0.909~0.991) , which was significantly higher than AFP,
GP73, GPC3 detection alone. Conclusion The combination of serum AFP, GP73 and GPC3 has a high clini-
cal value in the diagnosis of PHC and can be used for the early diagnosis of PHC. The prognosis of patients
with PHC can be evaluated by detecting the serum levels of the above indicators.
[KEY WORDS] AFP; GP73; GPC3; Primary liver cancer
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T 1 50, AR A AR 3 VRS 1 O 4 R T e R A4
KAJaARA . WG RIF: KELE 26 E YIteRR
TRAE S BT s B AN R« & AR 248 T AE i
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1.3 Gtk

K H SPSS 21.0 #4740 B, T BERER H
(x£s) 43R, ZH LRI 250071 (F) , PR L #K
TR ¢ K256 5 B RLER H n (%) R, H 2 K256
KM .t Logistic 8119 73 #1 5% Wil PHC 20 il J5 A R
1y fé B 2 5 25 1) ROC il £ 43 #F AFP. GP73.,
GPC3 Hujilt K 6412 W PHC REHR: . #11LL P<0.05
hZESFHA GRS,

2 &R

2.1 AR AEE AFP .GP73 .GPC3 /K F L #
AFP .GP73 .GPC3 JK-F- : PHC 4H > T 1 fk 2H > fidt
R4, 2R BAG AR L (P<0.05), W#E1,

®1 AEIAE AFP.GP73.GPC3 /K FLLEL (F+s)
Table 1 Comparison of AFP, GP73 and GPC3 levels

among different populations (x +s)

21531 n AFP(U/L) GP73(ng/mL) GPC3(pg/L)
PHCZl 52 307.23+121.46™ 173.11260.90"  28.73+7.37"
FFEfbel 46 26.17+11.41° 77.46+29.64" 9.61+4.40°
B2 48 9.82+7.30 46.67+19.15 7.18+3.51
F1i 264.14 127.21 237.49
P8 <0.001 <0.001 <0.001

T SRR A, "P<0.05 ; 5 AT REALA Fb 4, "P<0.05,

2.2 K[ ¥E B4y PHC B 1L i AFP ., GP73 .,
GPC3 /K- Hg

AFP . GP73 . GPC3 7K *F- : IV i >1I #1>11 11
>1 M, 225 A5 E X (P<0.05), Wik2,

®2 FERIESHI AFP.GP73,GPC3 K FLLE (T +s)
Table 2 Comparison of AFP, GP73 and GPC3 levels in
different pathological stages (¥ +s)

EiRill n AFP(U/L) GP73(ng/mL)  GPC3(pg/L)
[ 18  278.56+61.88  146.94£50.62 24.86+8.11
I 16 305.14.£55.62° 169.57£59.98°  27.10£6.96°
JI| B 8 320.61£54.28"  186.17460.82°  30.44%6.76"
VI 10 351.48£62.94™  21547+71.91  36.95+8.26™
FAH 3.42 3.00 5.82
P1H 0.024 0.039 0.001

H 5 TS, P<0.05; 5 T HLAS,"P<0.05; 5 THIH A, <P<0.05,

2.3 KN[A Wi J5 PHC & & M — it 98 kL & AFP,
GP73 .GPC3 /K- b #5¢

Bl 17 25 3 WoR , TG RAF 4 45 6, Bl A R
M 7B, PRAYER] ARR BMIFE S LR, 270
Gt B L (P>0.05) o PR 4148 I g L 20 240 1t
B B8 & 14 A1 GGT, AFP ,GP73 .GPC3 /K [t
BESHAGI#E X (P<0.05), W3,
2.4 PHC B & TG A B fars: KR a4

DR A5 T 5 AN R ok PR AR 5, R 2 A i v
HA G253 LR 728 140 A —JC Logistic [A] 945
RUSE— 2520 B, 45 5 57 R I il A | 2 40 B 5
# 5 1 Al.GGT. AFP ,GP73 . GPC3 /K ¥ |
THJ& 5 i PHC M8 & #il J5 AN B 1) fa B & (P<
0.05). WFE4,
2.5 AFP .GP73 .GPC3 Hi— J k& Kl X} PHC f&
H 2 Wik aE

e HE ROC £k ] 1, AFP+GP73+GPC3 Bt & 46

*®3 PHCAXREFE—MRAER K AFP.GP73.GPC3 /K FLLE (x+s)
Table 3 Comparison of general data of different prognosis and AFP, GP73 and GPC3 levels in PHC group (x+s)

H= UG R4 (n=45) WA R4 (n=7) 2t 1H P8

(B I) 26/19 4/3 0.001 0.974
EE (%) 5.58+3.55 44.97+4.19 0.413 0.681

BMI %4 (kg/m*) 21.47+1.89 20.85+2.82 0.753 0.454
HEIM A (ug/L) 25.67+3.07 30.68+5.20 3.630 <0.001
£L A0 E (x10™/L) 6.70+1.38 10.26+2.94 5.319 <0.001
#H e A Al (mmol/L) 125.38+10.95 138.74+15.94 2.819 0.006
GGT(U/L) 240.15+50.86 457.34+38.45 10.791 <0.001
AFP(U/L) 299.17£51.82 359.05+59.38 2.792 0.007
GP73(ng/mL) 165.49+40.88 222.15+55.94 3.245 0.002
GPC3(ng/L) 27.06+5.23 39.48+6.63 5.642 <0.001
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Table 4 Risk factors for poor prognosis in PHC patients using binary logistic regression analysis

BES T L

B SEfH  Wald 718 OR(95% CD{i PH

FE I i )5 0=10~15 mg/dL , 1=<10 mg/dL ,>15 mg/dL

S x10"/L, 1=>5.5x10"/L

R AL 0=1.20~1.60 g/L,1=>1.60 g/L
GGT 0=5~54 U/L, 1=>54 U/L
AFP 0=0~25 pg/mL, 1=>25 pg/mL
GP73 0=10~12 mg/L, 1=>12 mg/L
GPC3 S

K P 0=(4.0~5.5)x10%/L, 1=>5.5%X10/L Zc P : 0=(3.0~5.5)

1.128  0.373 4.628 3.089(1.487~6.417)  0.003

1.197  0.257 6.483 3.310(2.000~5.477)  0.005

1.482 0.308 5.826
1.507  0.425 4.218
1.082 0.728 18.693
1.127 0.541 10.102
1.060  0.608 9.742

4.401(2.406~8.050)  0.008
4.513(1.962~10.381)  0.016
2.950(0.708~12.291) <0.001
3.086(1.068~8.911)  <0.001
2.886(0.876~9.503)  0.002

32 W PHC AORBURE R 5 43510 0.956 ,0.857;
AUC=0.950(95% CI:0.909~0.991) , B} i 75 T AFP,
GP73 .GPC3 Bui& il (P<0.05) . W35 K 1,

%5 AFP.GP73.GPC3 3} PPHC B& M BT %8¢
Table 5 Diagnostic efficacy of AFP, GP73 and GPC3 in
patients with PPHC

T A AUC  95% CI  MURE FeRIE  PE
AFP 0.583 0.530~0.714  0.690 0.596 <0.001
GP73 0.607 0.548~0.782 0.714  0.622 <0.001
GPC3 0.614  0.556~0.799  0.705 0.684  <0.001

AFP+GP73+GPC3 0.950 0.909~0.991 0.956  0.857 <0.001
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Figure 1 ROC curve
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Effects of Lactobacillus live bacteria capsules combined with human interferon «-2b gel in
the treatment of HR-HPYV infection after CKC in HSIL patients and its influence on the
levels of IL-4, IL.-10 and TNF-«

FENG Aidi, JIA Lihua*, WANG Ying

(Department of Gynecology, Tongzhou District Maternal and Child Health Hospital, Beijing, China,
101100)

[ABSTRACT] Objective To explore the effects of Lactobacillus live bacteria capsules combined
with human interferon «-2b gel in the treatment of high-risk human papillomavirus (HR-HPV) infection after
cervical cold knife conization (CKC) in high-grade squamous intraepithelial lesions (HSIL) patients and its
influence on interleukin 4 (IL-4) , interleukin 10 (IL-10) and tumor necrosis factor- o (TNF-«) levels.
Methods 161 patients with HR-HPV infection after CKC treatment for HSIL in Tongzhou District Maternal
and Child Health Hospital of Beijing from January 2019 to December 2022 were selected as the study subjects,
and according to the treatment method, they were divided into the control group of 79 patients (treated with

human interferon a- 2b gel) and the study group of 82 cases (treated with Lactobacillus live bacteria capsules
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combined with human interferon «-2b gel). The clinical efficacy, vaginal microecological score (Nugent) ,
local microimmune status of the cervix [IL-4, IL-10, TNF-«, interleukin-2 (IL-2), interferon--y (IFN-y) ]
level, positive expression rate of [ indoleamine 2, 3-dioxygenase (IDO), IL-10, IL-4, TNF-«] in cervical
lesion tissue between the two groups were compared. Results ~ After the treatment, the total effective rate in the
control group was 83.54%, and that in the study group was 93.90%. The total effective rate in the control group
was lower than that in the study group, the difference was statistically significant (P<0.05) ; the vaginal
microecological environment restoration rate in the study group (92.68% ) was higher than that in the study
group (82.28% ), and the pH value and Nugent score in the study group were lower than those in the control
group, the difference was statistically significant (P<0.05). After the treatment, the levels of IL-2 and IFN-vy
cytokines in the two groups increased, and the study group was higher than the control group; the levels of IL-4,
IL-10, and TNF-a in the two groups decreased, and the study group was lower than the control group, the
difference was statistically significant (P<0.05). The positive expression rates of IDO, IL-10, IL-4, and TNF-
o in cervical lesions in the two groups were lower than those before treatment, and the study group was lower
than the control group, the difference was statistically significant (P<0.05). Conclusion The application of
Lactobacillus live capsule combined with human interferon a-2b gel in the treatment of HSIL patients with CKC

with HR - HPV infection after surgery is more effective, which is beneficial to maintaining a stable cervical

microecological environment, improving immune regulation, and reducing inflammatory.

[KEY WORDS]
HPV; IL-4; IL-10; TNF-a
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ization, CKC) #1767, ZR1M, HSIL %% CKC AR5
s IR KA, B2 % W 32 i D R B e = A B
NF k%% 7% (High-risk human papillomavirus , HR-
HPV) , 5| A8 35 AR A P TR 25550, 15 W pHL (B
Py PRI 14 Ar 4 (Interleukin
4,IL-4) AN W 75 A B Sy 005 0E Hh 4
Rk KRR, B4 & 10 (Interleukin 10, IL-
10) /2 40 A 5 e 9% K0 A0 A ER 7, BT LU s LA
H S g bRee S e IR R SEIH F-a( tumor
necrosis factor-a, TNF-o) A] 7E WL N & 14 45 i ik
o PUBGL SRR . N THRERME N E FRIR T A
HR-HPV YL 254y, il A7 85005 i e hae , il
PR AT TR S B8 X B T N TN A OB E T . AR
PERR VY FUAT 3 16 TR e PR RN TR R o-2b BEISR
J7 HSIL /&7 CKC AR J5 1 HR-HPV J& 4L A R4CR S
Xf IL-4 . IL-10 2 TNF-o 7K (5200, BLARTE AT

1 AHESHE

1.1 — ¥R
EHC2019 4E 1 H £ 2022 4 12 A TAb i

Lactobacillus live bacteria capsule; Human interferon a-2b gel; HSIL; CKC; HR-

i X 3 4h 44 i B K HSIL 17 CKC R 5 £
HR-HPV J& YL 35 161 BN WX S o 90 AP HE
DR HL CKC FAR K% @1k K HSIL 17 CKC iR
P& @ ALVRE £ 2 N HSIL # ;@ H &
JE IR s B AR B MR E 1
© . HEBRARE : DFT CKC A J5 #1112 HR-HPV
R FE<6 N QFIR<18 % ,>55 4 # ; B UF
PRI A A XA DA T DR £
i 245 S &t i ;s & A I 1 i T A K B
Yy he ™ 8 PR s @ A pi B A, TGk D
EH; OFHIER 2Tk ; @8 FjK A HSIL
B

Wi i I7 7 o R X BB 79 Bl (P N T &
a-2b B IAYT ) 5 FE 4 82 1 (T FLAT 1 I 1 i
TN T E a-2b BEIRIEIT ) o Xk IR 4 5 A
38~58 d, - 2195 T (46.26+1.39) d ; 4 % 23~46 %,
SEHIAE Y (33.16+1.44) % ; HR-HPV V.5 . HPV-16 .
31 f4] , HPV-52: 21 | , HPV-58: 17 fi] , HPV-56
10 1] ; 5 I AR . 5 01 1 AL < 43 1], 5 )
2R UL 135 236 B, WFSTARE 37~58 d, F- 249
T (46.11£1.21)d; 4E 1% 22~47 %, F-HJ4E IS (33.21+
1.38) % ; HR-HPV W. %! . HPV-16: 34 | , HPV-52:
22 il ,HPV-58: 15 {4 , HPV-56: 11 il ; & - W 754
KA LR A 45 6], A F 2 Fh R DL
37 . WAL H — TR 22 S e R X



BT SR 4eE 202441 0 ¥516% 4511 T Mol Diagn Ther, January 2024, Vol. 16 No. 1 - 43 -

(P>0.05) , A 7] bk, AWFoE B 4B 5 24 e B2
B2t e i
1.2 ik

XFHRZ . T UAAN T E o-2b BE i GERH)0E
AR, FE 25T - $20010054, Bk 10 J7 TU/g)
1 g/, B H—, T B SRR, B H 1K,
10 Wk 1A R, 20 KO 1 AP R, BRYT 3 N7
o BFFE A« AE X HR AL E D 6] 2L AT B T e
(5t WA 250 1 A PR 2 Al B 25 1 5
S20030005 , KL% : 0.25 /K7 ) 1 RL/WK, b H — Ik,
T PATE 5 S R AL, PR H 1K, 10 I 1 J7 R,
20 KA IR, 5 A TR a-2b BERASSEE
SIRIT 3T A B A AR 250
[ FH T EL 2
1.3 WMEFEbR
1.3.1 IR R

TEIRIT 3 H  H &S5 3 RPN 2
A1 FRE HR-HPV UG I 4 AR %% Ry BAME s B AL
FBH HR-HPV R AG) f5 / > — Pl s B 1 5 B
F8H HR-HPV 7 R A I JG 5% B 5% FH 1 Ap 23 =2
SR ARG RO
1.3.2 EHHRFMESIHEE

FEIRYT 3 A A U, R 48 B E AR ST
(Nugent) " Hr AL o PEFIARIE PR 5 B E
FHE 7 i) pH A KT 4.5, Nugent A~ KF 3 41,
TR 95% B R 2 RE R AR 10~999 > 22 [H] , HLO, il 11 1
TR T Tl 2 B, A A R e LA s KRR A
T 53 W) pH (K T 4.5, Nugent K T 3 43, 1 #E %
FERZFEPELE 1~9 A 2Z [H) 5% 5 F 1000 4, H.O. fif§
I I VR A R A PP O AR AR R 2% B PR Bk
PR 2% TR 5 T R
1.3.3 EHHRF M AR

FEIRYT BTRNATT 34 J5 ke By 30 11 5] [ 26
RN 43 16 ), K TG TR e TR Y 350 3R B2 WU B R 5
Bl , 76 ORAF W 58 40, ] 5 mL PBS 22 i o
PRE IR T 5 B IE L, 7R S R R 3~
4 mL, Pk 2 000 r/min % 3 , B0 42 5 cm, B O
10 min , ¥ 250 5 B B35 WA EP 4, 70T
ORAFRERS o R FH TR EEC 0 92 2 A 00 8 35 9 v TL-10
IL-4 \ TNF-a | F1 41 ffi £ % -2 (Interleukin-2, IL-2)
Tt % - (interferon-gamma , IFN-v ) /K F, 1L-2,
IL-4 IL-10 iR 7] & 1 % 4 F1] Biosource 23 7] $2 it
IFN-vy . TNF-o i & 1 3¢ 8] R&D 73 m) $ it .

1.3.4 B UK AL 2 2 m] g i 2, 3- BUAN 4R il
(Indoleamine 2, 3-Dioxygenase, IDO) 1 IL-10IL-4,
TNF-a £k

FEIRIT R RA YT 3 N H A R & B E SR
A 1 A0 M, A A 9 4 Ak 74 DU 2 IDO L IL-10 .
IL-4 \ TNF-« FHPE RN 76 R A5 55 B ik 5 AN
DX I AT | 1T E0>500 A4~ 41 B PN FH 4 40 7 5K, SR 24
2 5 i BT T 0 A 0 TR RO Y £ 45 R R B 4
MR o5 E A LE AT VAL o AR A 5 55 AT O
.3 00 AR E A2 4 B0 1 40 R E A0 07
B o AR B8 BH M i B T A7 i A L PR A 4 4
FH P4 48 M 7 L >75% 5 3 43« BHAE 40 8 5 e 50%~
75% 32 43« BHE 418 5 E 10%~50% 5 1 43 < FH %
YL L <10% . 553 0= {008 55 4 Fo+ P 1
o B . AR S A AT A5 R 5 PH A
=6 435 T BH M 4~5 435 59 FH A < 2~3 405 B4
0~1 43 o b B R =[ (iR BH A + 55 BH % + b B2 B
PE) LB BIEL T x100% o 50 &0 bR AE A BR A
GIE72
1.4 GiteFik

K H1 SPSS 21.0 FAF AT S 14007, T i Bk
R Ge x5 ) AR, W99 [B) 4 1T« 4 0 5 1 H 808 R ]
n(%) 3R, IR Kk ¥ L P<0.05 Ry 25 7 B
B2,

2 HFR

2.1 IHIARITAL

BITE R IR BA R 83.54% , BF97 20
A RH N 93.90% , Wf BEALEA ROR RS 4LI%, 22
SAHGHFE L (P<0.05), WK1,

F1 WMAMRKTHEE [2(%) ]
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Table 2 Comparison of local microecological environment
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Table 3 Comparison of local cervical microimmune status between the two groups (x+s)

IL-2(pg/mL) IFN-y(pg/L) IL-4(pg/mL) IL-10(pg/mL) TNF-a(pg/mL)

20531 — 8 — — — o
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XHRZL 79 10.13£1.36 13.4522.11° 8.33£1.26 11.42+2.21° 13.46£2.43 10.31£1.23" 13.42+2.41 10.34+1.25" 15.64+1.22 13.16£0.97°
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Table 4 Comparison of IDO, IL-10, IL-4, TNF- «a positive expression in cervical lesions between the two groups [7(%) |
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Ao n A ; A ; S ; S ;
BT WA IHIT T W NEEAG] wIT NEEAG] MEtid =l
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P 0.308 0.028 0.496 0.021 0.180 0.037 0.280 0.017
5 RAETTRT L, P<0.05,
A B C D
E F G H

F: A IDO [ ; B. IDO A% C. IL-10 BATE; D. IL-10 BI14:5 E. IL-4 [fE; F. IL-4 BIPE; G. TNF-o [fIf; H. TNF-o BT,
Bl IDO.IL-10.IL-4 TNF-o PR A1 SR R HAL B (Ssie AL (2, x100)
Figure 1  Positive and negative immunohistochemical pictures of IDO, IL-10, IL-4, and TNF-a (immunohistochemical

staining, X 100)
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95 B PF R 26 I 3 s T 2 TCT 46 45 A HR-HPV 2 KA I, 22 3 40 it 7 B X (=48.730.6.168, P<
0.05) o TCT K £ Ik & HR-HPV 5 [H K6 I 7 325 0 A 7 550988 22 i il o 28 19 22 SR Oy 83.65% , B 3R
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Clinical significance of TCT combined with HR-HPV gene detection in screening cervical
cancer and precancerous lesions

LAIPeng'*, QI Faling’, MU Tingjie'

(1. Department of Laboratory Medicine , the People’s Hospital of Linxia, Linxia, Gansu, China, 731100 ;

2. Department of Gynecology and Obstetrics, the People’s Hospital of Linxia, Linxia, Gansu, China, 731100)

[ABSTRACT] Objective To investigate the clinical significance of ThinPrep cytologic test (TCT)
and high-risk human papillomavirus (HR-HPV ) gene detection in screening cervical cancer and precancerous
lesions. Methods A total of 6, 762 patients with cervical lesions underwent TCT and HR-HPV gene detec-
tion at the gynecological outpatient department in the People’s Hospital of Linxia from January 2020 to Decem-
ber 2022 were selected. The patients with positive results of TCT and/or HR-HPV gene detection were subject-
ed to colposcopy and histopathological examination. Based on these diagnostic criteria, the diagnostic value of
TCT and HR-HPV gene detection alone and jointly in screening cervical cancer and precancerous lesions was
analyzed. Results Of the 6, 762 subjects, 705 were positive for TCT (10.43% ) and 884 were positive for
HR-HPV gene detection (13.07% ). 1289 cases with positive TCT and/or HR-HPV Genetic testing were exam-
ined by Colposcopy and histopathology. 838 cases (65.01% ) were positive, including 53.94% CIN1, 21.48%
CIN2, 15.39% CIN3, and 9.19% cervical cancer. Taking the histopathological results as the gold standard for
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diagnosis, the pathological positive rates of TCT, HR-HPV Genetic testing and TCT+HR-HPV Genetic testing
were 40.65% , 49.50% and 54.38% , respectively. The pathological positive rate of TCT+HR-HPV Genetic test-
ing was significantly higher than that of TCT alone and HR-HPV Genetic testing, with a statistically signifi-
cant difference (¥’=48.730, 6.168, P<0.05). The sensitivity and accuracy of TCT combined with HR-HPV

gene detection in screening cervical cancer and precancerous lesions were 83.65% and 84.54% , which were

higher than those of TCT (64.68% ,

70.75% ) or HR-HPV gene detection (76.13% ,

78.28% ) alone (=

79.550, 41.259, 15.145, 4.262, P<0.05). Conclusion TCT combined with HR-HPV gene detection can im-

prove the early detection rate of cervical cancer and precancerous lesions.

[KEY WORDS]

man papillomavirus
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Table 3 Comparison between the positive results of TCT and HR-HPV gene detection and pathological results (n(%)]
PN
P ; i i S 7% A
NILM CIN1 CIN2 CIN3 et i ER MR (%)
TCT f
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TCT+HR-HPV
FH-P: 803 152(18.93)  296(36.37)  155(19.30)  123(15.32) 77(9.59) 651(81.07)
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Table 4 Comparison of single and combined diagnosis with TCT and HR-HPV gene detection
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Expression of serum sulfatide and ANGPTL4 in acute myocardial infarction complicated
with heart failure

CHU Zidong*, LIU Shichao, LIU Xiaojun

(Department of Cardiology, the Second Affiliated Hospital of Zhengzhou University, Zhengzhou, Henan,
China, 450014)

[ABSTRACT] Objective To analyze the expression of serum sulfatidle and ANGPTL4 in patients
with acute myocardial infarction complicated with heart failure. Methods Peripheral blood of 70 patients with
acute myocardial infarction complicated with heart failure (AMI-HF group) and 87 patients with acute myocar-
dial infarction without complicated heart failure (AMI group) treated in the Cardiology Department of the Sec-
ond Affiliated Hospital of Zhengzhou University from June 2021 to April 2022 were collected. Serum sulfatide
and ANGPTLA4 levels were detected by enzyme-linked immunoassay (ELISA ). Logistic regression was used to
analyze the influencing factors of heart failure in AMI patients, and Pearson was used to analyze the correla-
tion between serum sulfative and ANGPTLA4 levels and AMI-HF patients’ heart function indicators, and analyz-
es the value of serum sulfatide and ANGPTL4 levels in assessing the progress of AMI-HF disease. Results
There was no significant difference in age, sex, heart rate, hypertension, diabetes, and smoking history be-
tween the two groups (P>0.05). Sulfatide, LVEDVI and LVESVI in the AMI-HF group were significantly
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higher than those in the AMI group, while ANGPTL4 and LVEF were lower than those in the AMI group, the
difference was statistically significant (P<0.05). Logistic regression analysis found that sulfatide, ANGPTLA4,
LVEF, LVEDVI, and LVESVI were the influencing factors for heart failure in AMI patients (P<0.05). The
correlation analysis of cardiac function indicators and serum sulfatide and ANGPTL4 in AMI - HF patients
showed that serum sulfatide in AMI-HF patients was significantly negatively correlated with LVEF (P<0.05) ,
and positively correlated with LVEDVI and LVESVI (P<0.05). ANGPTL4 was positively correlated with
LVEF (P<0.05), and negatively correlated with LVEDVI and LVESVI (P<0.05). In AMI-HF patients, serum
sulfatide in the good prognosis group was significantly lower than that in the poor prognosis group, and ANG-
PTL4 was higher than that in the poor prognosis group, with statistical significance (P<0.05). The combined
value of serum sulfatide and ANGPTL4 in predicting the prognosis of AMI-HF is higher than that of single de-
tection. Conclusion Monitoring serum sulfatide and ANGPTL4 levels in AMI-HF patients can provide objec-

tive evidence for disease progression. serum sulfatide and ANGPTL4 can also be an important indicators of prog-

nosis of patients with AMI-HF.

[KEY WORDS] Acute myocardial infarction ; Heart failure ; Sulfatide ; ANGPTL4
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JC R E LT &7 1 AS (Serum glucosinolates , Sul-
fatide ) J2 L& i £ B R AR 10 £ 2200y, v] S 33
ik o5 9 A8 A R0 e R B Dk e o I A AR R A
#£ M 4 (Recombinant Angiopoietin Like Protein 4,
ANGPTLA) & H i fF 78 55 0 IR AR — 2 148 1 1
HT, S5 T M £ RN . AT
BT r Sulfatide 1 ANGPTLA 7E AMI-HF H1/1y
FIRE, LI I PRI BEB 1 AMI-HF 88

1 ABSHE

1.1 — ek

PEHL 2021 4F 6 H % 2022 4F 4 H T AR K22
TR B B O I RHAYT 1 70 B 2k O U T A T
O 1550 3 (AMI-HF 20) F1 87 1) 2.0 LA 4E
KA IFF0 S 2 B HE (AMLAL) o 90 AR IE
DAMI 2 Wi 75 & &bk O WL 362 W7 36 7 45
B ) AR G2 bR i, AMI-HF 45 78 B i AMI 1
Faih FAF G HF B2 Q3 FEA BedT e 4R 30 ik
SCHE AR @B E K E A W HEBRARE

Our i B LA % s @6 I A ML JE R L 5™
IR A O H B et g B3 @ FE T
B oife A @B B ©)™ F YL R
s A DR R RS 2™ A B R @i —
JE P 3k AT B8 S e i B B B8 K 48 AE SN
Q)0 e RS 7 S 4 e Lo B 358 I ) B e
B . AR AP ZE 2t
1.2 J5ik SRR bR

ABEJE R IS S 0 2 IR S
I R R S5 BEAS AR D, Wi B 1 248 i 4% (White
Blood Cell Count, WBC) . H i = g (triglyceride,
TG) . &L B [# B (total cholesterol, TC) . /=5 %5 [ 5 2&
I (high density lipoprotein, HDL ) Dk & Ik %% J i 45
FH (low density lipoprotein, LDL) | Ifil. #§ Sulfatide .
ANGPTLA 7K | 22 0 %8 1L 43 % (Left ventricular
ejection fraction, LVEF) | Ze (> & &F 5K A W 25 #1485
B0 (Left ventricular end - diastolic volume index,
LVEDVI) | 7.0 2 WU 47 AW 25 46 85 (Left ventric-
ular end-systolic volume index , LVESVI) 4§ 5C 5 %
ARG B o K i A AR BIABE 24 h N
KAE 4 mLIRYTRTERIKI0L, 4320 2 0y o —{p BrEE I
i JH XN350 42 1fil 240 8 53 A 0, 7 AR S R
AR WBC o — 17738 38 2 B 1l , 1 FH 250 AL (7
, Eppendorf 2% F] ) , £ 3 000 r/min 3% & )2 15 cm
B0 T B0 10 min, 43 003 , B2 HC L2 i
fFR . R AU5800 4 H 2 4 L 3 I AL (S
Beckman 2\ w] ) & P 1fil 35 o TG, TC . HDL LA
LDL /K- i i il 14 G 2 1 Fff 52 36 (LIS A) I 72
1fiL 7% Sulfatide (5 A 32 £ ) 24 W] ) Al ANGPTLA
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(RDFE BB AT BR A E] ) KF- . ELISA 525520 9%
e BN & BT B HE T . R AR R O L TR
il LVEF .LVEDVI.LVESVI 5% .
1.3 HiEHFE

KIS E  E A5 )7 A AMI-HF 4 /&
HEATRET 6 A, LAKG IR 45 R o AE T N
BEUTZ S AR RS TR 6 S H N ESRHSA R
O ML R d ™ O B RO S A A
TR AR, R A RO 5 1 # A s
RLAF2H X6 EE A B P4 1L 7 Sulfatide . ANGPTLA 7K
S, BT A AMI-HFE A B USRS 018 .
1.4 Bt ibs

{8 H SPSS 26.0 X EHm AT 0B, T4k
TR n(%) 3R, R ¢ RS #6173 07 1 H 50kt
Ph(xxs) R, SRS FEA ek 55, R Logistic
15 704 AMI R e A0 F1 il (R RE i R 25, R
Pearson 43 #7 Ifil. & Sulfatide il ANGPTL4 /K - 5
AMI-HF 835 .0 U aefabr i ek . SR HZ i T
Y i £k (ROC) 43 #7 1L 7 Sulfatide £1 ANGPTLA X
AMI-HF #5 M {E, DL P<0.05 H2ZESA501FE X,

2 HFR

2.1  AMI 45 AMI-HF 41l R GORHERE H 8%

AMI 4 \ AMI-HF Z{4E# PR 03 s i |
TSI G N VS ) B = A 2
0.05) , AMI 41 . AMI-HF 41 WBC.TG.TC.HDL
LDL K- L, 22 e Ge 245 L (P>0.05) , AMI-HF
44 Sulfatide , LVEDVI, LVESVI #J & # & T AMI
2, ANGPTL4 .LVEF {X T AMI 41, 2 %8 4t i1 2#
BN (P<0.05), WFE1,
2.2 AMI B H A I T 3 8 1 5% i K2R 43 Bt

PIER 2 A 22 RN R HTIRIE, IFACA Logistic [7]
H #2172 A& Logistic MIH4M T, 255 87K, Sul-
fatide, ANGPTL4,LVEF LVEDVI,LVESVI /& AMI
B R TR R 2 (P<0.05) . L3 2.3,
2.3 Il Sulfatide . ANGPTLA 5.0 W) e 45 hn Al ¢
PE AT

AMI-HF i % Il 7% Sulfatide 5 LVEF & § %
1A 5 (r=—0.343, P<0.05) , 5 LVEDVI, LVESVI
2OIF A 6 (rveovi=0.398, rivesvi=0.444, P<0.05) ;
ANGPTL4 5 LVEF £ i} 3 1E fH ¢ (r=0.398, P<
0.05) , 5 LVEDVI, LVESVI & it 4 ¢ (riveovi=—
0.383, rivesu =—0.384, P<0.05) ,

®1 AMIZAS AMI-HF AR FREE [(x£s), n(%) ]
Table 1 Comparison of clinical data between AMI group

and AMI-HF group [ (Z+s), n(%)]

IRV aMa AMIREL i P
AR 60.34£2.31  60.54+2.24  0.547  0.586
Bk 46(55.87) 42(60.00)  0.800 0.371

L3R (YR /min) 70.35+9.45  73.73x13.26 1.862  0.065

W S s 20(33.33)  27(38.57) 0464  0.496
e I 60(68.97) 53(75.71)  0.876  0.349
T R 56(64.37)  47(67.14) 0132 0.716

WBC(x10°/L) 0.75+2.21 0.83+2.04 0233 0.816
TG (mmol/L) 1.61+0.17 1.57+0.18 1427  0.156
TC(mmol/L) 5.12+0.11 5.14+0.13  1.044  0.298
HDL (mmol/L) 1.43+0.16 1.39+0.15  1.601  0.112
LDL (mmol/L) 3.06+0.47 3.01x0.45  0.675 0.501
Sulfatide(pmol/L)  8.56£1.49  15.08+2.33 21.259 <0.001
ANGPTL4(ng/mL) 19.11+2.16  15.58+2.58 9.331 <0.001
LVEF(%) 67.45+8.17  54.33%6.19 11.110 <0.001
LVEDVI(mL/m*)  71.33%8.69  89.45:£9.17 12.670 <0.001
LVESVI(mL/m®)  26.58+3.14  38.47+4.16 20.402 <0.001

x2 WMEHE
Table 2 Assignment Methods
FIAs & i fEL
Sulfatide 1=<10.84 pmol/L;0>10.84 pwmol/L
ANGPTL4 1=17.53 ng/mL; 0<17.53 ng/mL
LVEF 1=60.90% ; 0<60.90%
LVEDVI 1<80.36 mL/m’; 0>80.36 mL/m’
LVESVI 1<31.65 mL/m*; 0>31.65 mL/m’

®3 AMIEEGH O ARIBHFIMEZR S
Table 3  Analysis of influencing factors of AMI patients

with heart failure

HAsk  B{E SE{H Wald {5 OR{E 95% CI  P{H
Sulfatide 0.356 0.174  4.186  1.428 1.015~2.008 0.041
ANGPTL4 0421 0201 4387  1.523 1.027~2.259 0.037
LVEF 0339 0.158 4.603 1404 1.030~1.913 0.032
LVEDVI 1211 0534 5143  3.357 1.179~9.560 0.024
LVESVI 1015 0461  4.848 2759 1.118~6.811 0.028

2.4 K[ )5 AMI-HF i # Ifil 7 Sulfatide , ANG-
PTLA4 M4

AMI-HF & &, Bl J5 R 4 41 34 s
Sulfatide ¥ % X T T ¥l J5 A~ R 41, ANGPTLA4
TR RA, 25051 2#E L (P<0.05),
W3R 4,
2.5 [ Sulfatide Il ANGPTL4 %} AMI-HF i &
i

I 7% Sulfatide F1 ANGPTL4 I & 7F AMI-HF
o J v T A B 2 e TR AR (P<0.05) 6
ks K1,
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R4 AEWF AMI-HF BE M7F Sulfatide, ANGPTLA
EEB (x+s)
Table 4 Comparison of Serum Sulfatide and ANGPTL4 in
AMI-HF Patients with Different Prognosis (x+s)

n Sulfatide (wmol/L) ~ ANGPTLA4(ng/mL)
W)E Rirdl 46 12.33£7.04 17.69+3.77
[ ERNEE 24, 20.34+3.45 11.53+1.36
t1H 5.242 7.724
P{H <0.001 <0.001

%5 Sulfatide 1 ANGPTL4 X #iilll AMI-HF Hi /5 &
Table 5 Sulfatide and ANGPTL4 in predicting the
prognostic value of AMI-HF

iy PR EL AUC U FRS
Sulfatide (mol/L ) 0.678 0.797 0.761 0.917
ANGPTLA4 (ng/mL) 0.741 0.846 0.783 0.958
TR 0.830 0.889 0.913 0.917
1.0
0.8
= 06
B
0.4
0.2
0 0.2 04 0.6 0.8 1.0
-5 54
Bl 1 ROC HiZk

Figure 1 ROC Curve
3 it

1M BH Z€ & AMI-HF & %55 19 32 22 A 1 457 BH
FEL OO WU M PR i, O UL RE R 22
PERERR , e 2 B0 LB M PR IR ST, 51 & O DR R
vy, UV BB A i A, D LS X AMI-HF
SR T A W S T S

Sulfatide 7R P28 R GERER th &3k, e 10 20
LR TERLAF T, 02 ME P i 2 A A R 40, Tz
Z 5 Mk B G4 20 RRORG BT L 2R A B S E N
S0, ANGPTLA A g AULR A A A+, HE 5
PR ILAE A B B AT L RAE S b A FE ol
R R O W TE B IV A 2 L0 B SR, TGk A2 L
A 240 e 1 R AT, T AR DR O RS O AL I 5 |
S, 2 R EURE NI o] SRR AR Sl R
¥7 . AWFSE % L, AMI-HF 41 Sulfatide . LVEDVI
LVESVI # . # & T AMI 21 , ANGPTL4 . LVEF i
T AMI 41, H Logistic [ 70414554 il 7 |, Sulfatide |
ANGPTL4 . LVEF . LVEDVI ., LVESVI /& AMI %
KA TR R R . 45158 AMI R3S
EAIFLIIRE RS, LY R B 2B, g

Sulfatide , ANGPTLA JNF7E b 784k, 46 bR AT
Il R PEAT AMI S8 35 2 15 5 JF0 ) 3 v B AR A0 .
Sy BRI . Sulfatide Al 454 Pk B2 &  EZREE N
KA/ INKR S 35 T, S 2540 B A T B 4 i PR A
I 975 78 30 R SR A, LA BE L BE BN 5, ML
RS ZE AR IE L i A R BT . ANGPTLA
A3 5= PO LAE RS o0 ILET 2 Al i — 25 SiE 2% .0
T A, 7RO RS R A AR

it — 20 AH R Al &2 3K, AMI-HF S8 2 1T
Sulfatide 5 LVEF &£ & 2% 1 fH ¢, 5 LVEDVI,
LVESVI £ IF #¢ ; ANGPTL4 5 LVEF & & # IF
6, 5 LVEDVI,LVESVI & 7 A 3¢ . 4871 78 I
R H W AMI-HF £ 35 1fiL % Sulfatide , ANGPTLA
FKAFET] A0 Ty B W 3 4 k2 AR A | IF SRy 0 T g
W IPAS S AL o 4B AT B2 R R Sulfatide
Ferm A T, AT RS BILIRZAS TR, Al 380 S i 1R
T X, #F— 2R F il VR T, i AMIT AR A 3F 0
T i R IR 5 SR G UK & Sulfatide, 77
PR R T8 1A 1 1 A1 " R0, T O AR B Bk
J T, 3 ZE AL AE O LA A PR B T dgfe ot | B 4
2SO PEZEWT K, T BB O U , 7 SR i
PR WU EE Al L, 240 00 I 4 S &F sk D, i
— 5| K S, I Sulfatide 5.0 EZ A
A G ANGPTLA 7K R AG , 3 — 2508 55
BLAA 5 E S 1y 90 il 8 77 K 1 W3 200 Jf 3% 4 |, A1 itk el
R B Ik ks A R Ak A JR i bR Sl R B A R o0
DIREIRZ 1 . ARWFFIE &I, AMI-HF 4,
T BL 420 58 35 103 Sulfatide 7K F- 447t 4% T 7
Ja AN R4, ANGPTLA /K F 5 A R4, Hof
7% Sulfatide 1 ANGPTL4 B4 il AMI-HF U5 1/
{H = T HA TSI, B 7 38 2k W AMI-HF i85 17
Sulfatide , ANGPTLA 7K~ R Ayl R = T 4 B4R -
25 TR, K Sulfatide FI ANGPTLA 7K - 1] Ay ilfi
PR Wi AMI-HF % 5 1 J& 2 A6 AR 9%, [W] B i v
Sulfatide 1 ANGPTL4 iA 0] £ 4 Fi il AMI-HF il J5i
ORER PSR E =Y 7

£ 3Lk

(1] WSZUk, AF5Edr, BREBY, % . 2P0 NUSSE G IFC MR
i (A PR AR a5 R g SBT3 [ 2R A4 [T ], T R R R
2E22AR, 2022,44(9) :913-917.

(2] EF, 6. 24 2P IR SE SR ApoAS . ANGPTLA 2% 4k,
5 35 2 ok ok B AL BE B IS 9SS R (1], R EE
dE2EZR | 2023,43(13) :3097-3101.
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IL-1.IL-1B.IL-6 . IL-10 }& K % 2P S5 08 bR s Pk 28 8l
RENMIRZ 0P

A FrIET Rnek' FRE!

(8 ZE] B# AN E-1UL-D) AN E-1BUL-1B) AN F-6(IL-6) AN F-10(IL-10) FER 275
P SHERIEHE A R RN ER, Fik EE 2021 4F 6 A % 2022 4F 6 A AR LN R 1 ERHGH K
W PRI 2T TR 96 B 3 60 11 (AR 2H ) K2 [R1HA 422 11 i A g HE 60 44 O IR ) AT FE 0 42, A 20 1t
T RV IL-1 IL-1B IL-6 IL-10 F35KF K60 4 1. DNA W IL-1 IL-1 B IL-6 IL-10 3L Z 81, A0 H 5
WERGPE R 2 B E G R . SR WS Mg VAW IL-1 IL-1B IL-6 \IL-10 7KV W] i i T %k
M (1=31.987.28.911.14.201,16.562.21.315.19.146 ,-45.554 .-57.942, P<0.05) , %% A #R VA W o IL-1 IL-1.
IL-6 IL-10 7K - B 5 & T i h 3835, 2 500 o it X (1=-4.080.-10.316 .~10.686 . 10.713 ; 1=-9.567 .
—6.422.,-9.904 .3.944, P<0.05) , WEXL IL-1 3L rs7413228 IL-1B KN 152356789 IL-6 KN rs5357964
IL-10 $& 7 rs4543211 57 55 505 R PEF Ji] 8 & AE A (P<0.05) o IL-1 BE[R rs7413228 {3 555 H T
IL-1B5EIN 152356789 7 5 A KN T IL-10 JEIH 14543211 57 55 55 3L K G A0 AR S5 R M R 8 &
HERASE(P<0.05) o IL-1 F3ER rs7413228 (IL-1B 3N 152356789 \IL-6 3R rs5357964 IL-10 F&R rs4543211 if
JE LTS R R P OF R 48 R AR A ST S [H 2 (P<0.05) o &5 IL-1.IL-1B.IL-6 IL-10 F:A 2505
WRVRIFE A T8 9 2 A 5 , I AR T 308 1o A 6 £ 38 e PR 2 2 M P W D 2 4] 46 2 2 UG

[REA] BRI R IL-15 IL-1B5 IL-6 5 IL-10; J&H 254

Relationship between IL-1, IL-13, IL-6 and IL-10 gene polymorphisms and the occurrence
of diabetic periodontitis

LIU Jia'*, LI Fangfei®, LIANG Xiaolong', NIU Jiahui'

(1. Department of Stomatology , Shijiazhuang Second Hospital, Shijiazhuang, Hebei, China, 050000; 2. De-
partment of Stomatology, Second Outpatient Department of Institutions Directly under Hebei Province, Shijia-
zhuang, Hebei, China, 050000)

[ABSTRACT] Objective To analyze the relationship between interleukin-1 (IL-1) , interleukin-10
(IL-1B) , interleukin-6 (IL-6) and interleukin-10 (IL-10) gene polymorphisms and the occurrence of diabetic
periodontitis. Methods 60 patients with diabetic periodontitis admitted to the hospital from June 2021 to June
2022 and 60 healthy people who received oral examination at the same time were defined as the observation
group and the control group, respectively. The expression levels of IL-1, IL-1f, IL-6 and IL-10 in serum and
gingival crevicular fluid were compared between groups. IL-1, IL-1, IL-6 and IL-10 gene polymorphisms in
whole blood DNA were detected, and their relationship with the susceptibility to diabetic periodontitis was ana-
lyzed. Results The levels of IL-1, IL-1f3, IL-6 and IL-10 in the serum and gingival crevicular fluid in the ob-
servation group were significantly higher than those in the control group (#=31.987, 28.911, 14.201, 16.562,
21.315,19.146,—45.554,-57.942, P<0.05). In both groups, the levels of IL-1, IL-1f3, IL-6 and IL-10 in the

AERE I T AF R AT ERAHSAL T B (20231629)
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gingival crevicular fluid were significantly higher than those in the serum (r=-4.080, —10.316, —10.686,
10.713; t=-9.567, —6.422, —9.904, 3.944, P<0.05). In the observation group, IL-1 rs7413228, IL- 1
rs2356789, IL-6 rs5357964 and IL-10 rs454.3211 were found to be associated with the occurrence of diabetic
periodontitis (P<0.05). The frequencies of allele T of IL-1 rs7413228, allele T of IL-1p rs2356789 and allele
G of IL-10 rs4543211 were correlated with the occurrence of diabetic periodontitis (P<0.05). The polymor-
phisms of IL-1 rs7413228, IL-1f rs2356789, IL-6 rs5357964 and IL-10 rs4543211 were identified as indepen-
dent influencing factors of diabetic periodontitis (P<0.05). Conclusion IL-1, IL-1f, IL-6 and IL-10 gene

polymorphisms are associated with susceptibility to diabetic periodontitis. In clinical practice, the risk of diabet-

ic periodontitis can be assessed by testing for gene polymorphisms.

[KEY WORDS] Diabetic periodontitis; IL-1; IL-18; IL-6; IL-10; Gene polymorphism

F A WE R 1 ™ A SRR Y D
1A, B AR BE A S B IR 2 23 T A
WE IR B & 1 8 BRI L R %k 83.37% , 1%
A PR R 2~3 4, BT 2Bk 2= B —E0A
R, 2 T R R R A A AR G R R
A B2 FK A SR A R B PR 1 56 7S O RRE
I B, B PR s S8 38 sl iy IR 25 20 R P9 2
ERHE T & R4, 8 A A 2l 4 B 2K
M 551 & PGy o I s s i & HE8UE R
A1 25, — BB B AR R 5, sk — 20 s 2 J8 R s
AR, B 5l & R M AR R R
VAR PR Tk A ] A s KU, % i B B2 R &
RO, — ELLAK, S0 KN A2 W PR I TR R
R ) B BN 2 — T BE A AT ST AN B
TR UEE 2 B i 200 2 Ji] 48 oy IR AT e K 2
5t SERAE I 2 S MR A T A R
AN i8I 5387 H A Z -1 (Interleukin-1, IL-1) A
#-1B(Interleukin-1B,IL-1B) .F/Z-6(Interleukin-6,
IL-6) . F147 % -10(Interleukin-10, IL-10) Ke R £ &4
ESRE PRI 98 i it A% Ty Sk | LA AW PR 1
FRARAUBG iR MEN S5 .

1 AHESHE

1.1 —BgeR

PEHL 2021 4F 6 H % 2022 4F 6 A A F FEHi % —
P= B 1 BHISCTR AW PR P 2 ] ¢ 28 2 60 191 (R
LA ) F [l 342 52 10 s o6 4 %) £t e A TFE 60 45 (6F R
) ARG G ARSI T B YA IR
i I A T 98 R AR E T 5 Q4% b PR 12 T A v
(1999 4E WHO 12 Wi 45 #E °') 25 I 1f 4 (Fasting
blood glucose , FPG ) =7.0 mmol/L Fl ( 5% ) 4 i 2 5L
55 2h I =11 1mmol/L ; @ i R 2 Wibr e
P2 IR0 A R AR AE A A 4€>6 mm, B & 12 R

=5 mm, X £ i 0o i O i AR K 172,
4 11 25241 IR B 25 7K SF (Average clinical attach-
ment level of full mouth teeth, CAL)=2.5 mm, & />
3AXAFAE 1A 2S4BT i £, CAL=2.5 mm.
HEBR AR UE - Q0 268 B A 5 B I 5 0 83
@21 e W L0 R 5 NG IR s s Tl BEREAS
TR IR A G R SR o B R AR S
SR I ) A ik PR, 26 28 1 m) o 5 5 e et B2
BEfEHZ: Bt st HE S It oe
1.2 W5k
1.2.1 fpAcksE

[SERGEIRSE SN IETER-  U §= 275
SR A DU S — B 2 b R R VA, B A0 AR i il A
7 42 0.5~1 mm AbRAEERTA R 2 mL, 5% ] B
Gt 98 W b 2k A I o8 8 W IL- 1\ IL-1B . IL-6 \IL-10
Ko RAEDF TR G BE 21 R 2 BRI 6 mL,
LB O B I 5 2403 2 4y, SR FH IR A g2
R A ok A W G o — 3 1V bR AS H IL-1 (IL-1B
IL-6 \IL-10 7KF-, 55— T 5L Z2 25170
1.2.2 41l DNA 42 B8 4l B2

JUICER % 7 42 B 42 1l DNA, 38050 &2 fi R AR A= 1k
FHEAT R 7], St 52403 6O BE AR I DNA 4§
B OtR R o R SR Ml =X B - PR A P R
Bt K £ & (Polymerase chain reaction restriction
fragment length polymorphism , PCR-RFLP) £ il
IL-1 IL-1B.IL-6 IL-10 3£ i A H IR 235
P£. 100 ng DNA it , 30 WL G 5 I iR R #E A7
PCRY 14, BN GI TN,
1.3 Giil2eor b

K SPSS 25.0 #4440 47 G it 43 A L 14k
BERHH n (%) 4038, R 0 K o i BORER
(x+s5)Rm, KA K5 . R Logistic &4 7115
A3 HEBE , SR B PLINKS. 1 £ 0 AR TR AP AR P-4 A6
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®1 BERBRMCLSSIMET

Table 1 Primer sequences of each gene locus

HEIA] AL Bkl K Too/ &} 1]

IL-1 rs7413228 5'-CAGAGCACTGTGGGTAAGGAGT-3' 198 607C/40 s
5'-CGTTCCCATCCATTCAGCAAG-3’

IL-1B 1s2356789 5'-ATTGACCCATGATCATAGCAT-3’ 152 557120 s
5'-CGTGTCGTGGGCAGTGGGTTCA-3’

IL-6 1$5357964 5'-GATATTGACATCCCATAGCAT-3’ 225 55C/H40 s
5'-GCAGTGGCGGTGTGTCGGTTCA-3’

IL-10 rs4543211 5'-ATATTGACCCCATGATAGCAT-3’ 163 557130 s

5'-AGGTGTGTCGCGCGTGGGTTCA-3’

IO A BN FE R 5 AR XU (RR) 5 P<0.05
HAE G2 E X

2 #HR
21 H MR LI

WEELH — % 55 R 5 6 B2 P4 25 S Gt #
B X (P>0.05), WFE2,

F2 MA—MABLLE (0(%), (xzs) ]
Table 2 Comparison of general information between the two

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

— R 2 WS (n=60) XHRZH (n=60) 2FfH P4
P51 5 36(60.00) 37(61.67)  0.035 0.852
‘8 24(40.00) 23(38.33)

AR (%) 42.65+£10.89  43.07£11.05 0.210 0.834

x3 MWAMB ARAE S IL-1.IL-18.1L-6,IL-10 7K F
PEE (v £s)
Table 3 Comparison of the levels of IL-1, IL-1f, IL-6 and
IL-10 in serum and gingival crevicular fluid between the two

groups (x+s)

. WL Xif TR 21 - -
s (n=60)  (n=e0) 'MH  PM

IL-1(pg/mL) I 26.40£3.11  10.98+2.07 31.987 <0.001
BRI 29.11+3.63" 14.15+1.71° 28.911 <0.001
IL-1B(ng/mL) L% 1.08+0.13  0.78+0.10 14.201 <0.001
BRI 1.39£0.21°  0.89+0.09° 16.562 <0.001
IL-6(pg/mL) L35 8.19+1.13  4.23x0.89 21.315 <0.001
BB 10.41£1.14° 6.13+1.30° 19.146 <0.001
IL-10(ng/mL) L34 6.82+1.07  29.06%3.63 -45.554 <0.001
BRI 5.00£0.78"  26.88+2.82° -57.942 <0.001

SR i, P<0.05,

R4 IL-1IL-1B.IL-6 IL-10 ER S F R 5HERHE

BMI (kg/m‘ ) 21.69+1.74 22.05£1.63 1.170 0.245 ;-F}a %5 E.Z'I‘.”:EE,‘J*E ;&'Hﬁﬁ*ﬁ
W2 K S 13(21.67) 11(18.33)  0.208 0.648 Table 4 Correlat Tvsis b distributi
= 47(78.33) 49(81.67) able ' orrelation analysis between distribution
i oA 0(15.00) 12(20.00)  0.520 0471 frequencies of IL-1, IL-1f, IL-6 and IL-10 genes and
75 51(85.00) 48(80.00) susceptibility to diabetic periodontitisperiodontitis
SFOJE(mmHg) 7463527 75874603 1.199 0.233 ‘ WAL A
K4IF (mmHg)  126.54£10.60  127.03£9.96 0260 0.800 I fusn BEEL T ey AT PIE
IL-1 17413228 CC 10 21 6189 0.045
2.2 WL B IL-1 IL-1B.IL-6 . IL-10 R 2
K e IL-1B 152356789  TT 31 7 28689 0.000
LTI BRI 11 JL-1B IL-6 IL-10 7w
AV S v X B, -l Y W b IL-1 IL-18. IL6 135357964 GG 57 41 14.327 0001
IL-6 IL-10 7K V- B i T I3 ek, 2% 5 et e '
FE N (P<0.05), WF3, IL-10 154543211 GG 38 22 8560 0.014
2.3 IL-1.IL-1B.IL-6 ,IL-10 LR 43 A 47 % 15 1 O ii N =

S M A ) 4R T St O A DA 3

AR AR A A R 95 4 s, IL-1 (IL-1B . IL-6 .
IL-10 FE A 55, 76 AS [R) 41 8] 25 735 5 AR IR AP 46 S
5 (P>0.05) . WLELLH IL-1 HE[H rs7413228 \IL-18
I 7 152356789 \IL-6 F A rs5357964 IL-10 %
rsd543211 7 1 58 PR T 28 Tl R A2 A DG (P<
0.05), WLFE4,

2.4 IL-1.IL-1B.IL-6 . IL-10 S 2 &k
W PR P S T 4 ) Ik AR AR DG A 43 B

IL-1 3£ A rs7413228 45 35 % i FE R T IL-1
e rs2356789 i mi G A HE R TLIL- 10 %
rsd543211 3 35 55 3 B G 4 A A 25 55 0 R s 1
T8 5K (P<0.05) . WL 5,
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R5 IL-1.IL-1B,IL-6IL-10 BRI = 5 35 3R 5 W R 7%
PEIF B X 5 R R K M S
Table 5 Correlation analysis between distribution
frequencies of IL-1, IL-18, IL-6 and IL-10 gene loci and

susceptibility to diabetic periodontitis

WAL AR

N £V ;

A Bz g (n=60) (n=60) i Pl
IL-1 157413228  C 51 70 6.017  0.014
T 69 50
IL-1B  1s2356780 T 84 38 35277 0.000
c 36 82
IL-6 155357964 G 117 100 2315 0.128
C 0 2
IL-10 154543211 G 90 69 8218  0.004
A 30 51

2.5 WHIRIEMEA R R KA IR 24 I 2R 43 250 b
FEPET RS 02 PEIRAS IR R A R R AR
R AT Z W R AT, 45 R R TEARLIE H
R G, IL-1 3 rs7413228  IL - 1B 3
rs2356789 ., IL - 6 F P rs5357964 . IL - 10 %
rs4543211 {57 i Z2 A5 VRS WE PRI IR 2F J8l 58 e A= 1l
SEEEMRIN R (P<0.05), W6,

Fo MERBUETAXRLZENRBEERSESNT
Table 6 Hierarchical analysis of confounding factors for

diabetic periodontitis

U B1E SEH V}“{g ORMH 95%CI P
ARy 0.4190.163 6.608 1.520 1.105~2.093 0.010

T R S 0.3850.143 7.249 1.470 1.110~1.945 0.007
IL-1 HE[H 157413228 0.4580.202 5.141 1.581 1.064~2.349 0.024
IL-1B M 1s2356789 0.3920.114 11.824 1.480 1.184~1.850 0.001
IL-10 £ 1s4543211 0.5130.155 10.954 1.670 1.233~2.263 0.001

3 itig

O JH 98— Rl e A T TR SCRp AL 1 R A
R SEPERAEGN , B R EZ LR N R Z —,
PR 55 2 J 9 5% 2 2 R PRAJE S ) — 4> B 22
PR, 38 DA R PR AS B JF AN 5 R 2 TR %, {ELER
T DR [ AIG T AL 28 Tl J) 98 R 3R AL R
J1, S ECA A R, RS BE, T 5
Je A TR R, BIF 5T 2 I R B i IR
o S, I TR O bR S8 B4 SR R T ML
WP R4 0 OF PR BUN AR REPIR BT . [
I, 2 Ji] 9¢ ™ B AR B e S WAL DRV A6 T T
PR AP A6 AR PR 5 28 J % Z TRl AE LT G 2R
BIFFEIN T e MW P S50 S R A BB 176 Bl o
Lo 16 B udi 55 A5 AR R R A5 2 5 T IR

g M 2 4 1 A R R | ] B 4 928 4 E HIL I
WE PRI PEZF JR % rh 4 U S R A

R st A% R 2R L AR0E SO A, H T 58 A R 2
[H] 22 25 1 52 o A 44 X6 2 T A 1 JEk G 1 48 RE 2
FREE PR T AN 18 M 28 J8 % 1) 2 8tk 5 A%
RS N 2 5 MR 5 2L N ALK F b il s %
PR A5 S BT B0 R R 7 91 22 385 1, O N s A% AR
S VR H UL — T, Ty B DR R R B R AR S R
BIFA S HBE BRI R A (H 28 mpLA
(7 E RURSE o AR ES BB IL-1 (IL-1B .\ IL-6 |
IL-10 B PR Z2 35 Pk 5 88 PR Ve 28 T %8 tE % 1)
FH

IL-1 2 A% 0 200 0 4 0 1) — P 28 S 3 7 448
JiL R -, IL-1 B 2 — Fh i 2 P 40 i B 7, F 5% 3¢ A
M3 IL-1 \IL-1 B /25 5 RAE KN I O B 240 e [H 5,
A3 o3 il AR S5 S AT S IR R E A S &
BB A RAEF , e &2 2 JE 9wt o [RIA,
IL-1 \IL-1 3 V]38 5 ST 2% R -1~ KB 4110 i) 4 e iy 5 3
B, TS R 52 S G5 5155, ML
90 %o il 2y 2 R I 00 AR D R B 2 W
iz, T2 55 08 PRI M A 8 5 ) A e i
AU 5T HHUESE IL-1 FE[H rs7413228 43 45, (IL-1
rs2356789 PR A T B e A= 58 8 11 77 A= i 1A
Z Ak SRR M F T 98 1) ke A R TR B DA G
IL-6 & —Fh i WLAR R 7, 3k R 4 F 4 fk
7p15-21 M55 R W IL-6 5 3 G #537 5 HLIARGE
JEE SR FHE I T S 2 DA G AHAS IR IF 5T IL-6
S5 A6r B K 2 A8 S DRI PR 2 T 6 R A R R IEAR
W1, 25 ST e S A AR 25 S sl S AR AR F 3
D S EEE RN S . IL-10 VE R R H WABT R N
F, H B A YGRS S I AR Rt AR
WESEUE S IL-10 % IL-1 IL-1B . IL-6 25505 1 H 1
(477 A= A B S A VR 2 45 20 M R 7 3% 38
flr ) B T, RPN R SRE RN A PLR
PEAFRAE ™ o SCERIRGE UESE IL-10 JE P 2 254
55 By Bk R AR B AR OGO AR 4 SRR S
IL-10 3£ rs4543211 1 p5 5560 5L B G o A iR 5
WE PRI PR 2 JRl 9 e A= A OG

ZE BRI IL-1 IL-1B IL-6 IL-10 3R £ 25 1
550 PR P 2F A R 1) Ty SR AH DG i R FT i
o g £8 R DR 22 5 PR DAk OBE e M F R R R R
A, MG RIZ W Sa I it — e 5%

(F#F67TR)
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LR R 15 2 S BRITEAT i REBHL 75 T e M Pk v
A DI RE B RAE IR W55

R FRE R

(¥ E] HM UE-L SRR D A B 4 B BRI 5 BEL & IR e R AR T 58 350 U BB L 96 i S 1
BRI, Frik  PEHR 2020 4 3 H & 2022 4F 12 H 7E00 74 48 1 BH T3 %8 P b 1K 2= e 1 718 i % T R 119 g A B
B T IR P R T 1) S8 5 84 191, i BRURR T 7 =X AN 1] 43 L SRk 2 RN TR g 28, 4% 42 3], Lo 3Rk 20 I A
2% 141 T, PRI 2E RS T S PRI T 4 mg - kg - b, 43 ) T T A R S i) R BE IS L B ) 3
Ak, WA 83 T RAT G DI R daAn 2 Ak, TR A8 45 AR R A5 L AE B U SO RS2 B 19748
fbo 8 (T, T.. T, . T.. T I, L % EkZH BDP.SBP . HR i % TN IAEY 4 (1=12.884,10.297 . 14.225
6.702.4.263 .10.559 ,15.368 ,9.401 . 12.544..4.362 ,13.676.22.017 . 19.752 . 14.115 .8.685 , P }3]<0.001 ) . L%
Tk 4 115 00 5 L 2R RS (R OE TR B 4, 22 A G it *# B X (1=2.875.2.331, P $4<0.05) . AJ5-E R4
NT-proBNP 7K VAKX F N IA M 41, LVEF KV W& Fh i, BB & FNIRB A, ZRAFRIT¥2E X
(1=2.411.3.169, P #J<0.05) . [W—H B (RFRIZI RFEH 1K ARJFH 3 K ARFH 5 K) LA
IL-6.IL-8 .\ TNF-o /K Ik TR IAB 4, 25 578 G831 2% X (1=4.200 . 3.798 , 19.470 . 6.060 , 4.409 . 3.559 |
3.952.4.342.3.973 .3.827 .10.267 .7.205 , P }J<0.001) . £5i1& HIXT FHRIAEH B H , WAL FE T IR 15
BEF AR WA A I P R T 5 3 A 03 O D B AN S RE S N TS AR B A

[oesim] Lok, Iam; PABERH ; B IR s OThhE; RAEEF

Effects of general anesthesia with sevoflurane and propofol on cardiac function and inflam-
matory response in patients with intestinal obstruction and septic shock

SU Xiaoyan'*, WAN Zhaoxing', GUO Zhengxuan®

(1. Anesthesiology Department, Anyang District Hospital, Puyang City, Henan Province, Puyang, Henan,
China, 455000; 2. Department of Oncology, Anyang District Hospital, Puyang City, Henan Province, Puy-
ang, Henan, China, 455000)

[ABSTRACT] Objective To observe the effects of general anesthesia with sevoflurane and propofol
on cardiac function and inflammation in patients with intestinal obstruction and septic shock. Methods A to-
tal of 84 patients with intestinal obstruction complicated with septic shock who underwent laparoscopic surgery
in Anyang District Hospital of Puyang City, Henan Province were selected, and divided into the sevoflurane
group and the propofol group according to different anesthesia methods, 42 cases each. The sevoflurane group
inhaled 2% sevoflurane, in the propofol group, propofol 4 mg-kg™"-h" was injected by intravenous pump. Dur-
ing the two groups of patients at different time periods, the changes in blood flow dynamics were compared,
and the mental function index changes before and after surgery were compared. The surgical indicators, oxida-
tion stress indicators, inflammatory factors, and adverse reactions were changed. Results At T1, T2, T3,

T4 and T5, the BDP, SBP and HR in the sevoflurane group were significantly lower than those in the propofol

EAeRA Tl EFHFALA R (Wjlx2020475)

VEE A5 1 AT dg T g M s R R IR R ERAE P, B 1 455000
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group (71=12.884, 10.297, 14.225, 6.702, 4.263, 10.559, 15.368, 9.401, 12.544, 4.362, 13.676, 22.017,
19.752, 14.115, 8.685, P<0.001). The amount of bleeding and recovery time in the sevoflurane group were
better than those in the propofol group, and the differences were statistically significant (1=2.875,2.331, P<
0.05). After operation, the level of NT-proBNP in the sevoflurane group was lower than that in the propofol
group, and the level of LVEF was significantly increased. The level of NT-proBNP in the sevoflurane group
was higher than that in the propofol group, and the difference was statistically significant (1=2.411,3.169, P<
0.05). The levels of IL-6, IL-8 and TNF-« in the sevoflurane group were lower than those in the propofol
group at the same time period (immediately after operation, 1 day after operation, 3 days after operation and 5
days after operation) , and the differences were statistically significant (r=4.200, 3.798, 19.470, 6.060,
4.409, 3.559, 3.952, 4.342, 3.973, 3.827, 10.267, 7.205, P<0.001). Conclusion Compared to patients with

propyolol group, inhalation of severiax ether on intestinal obstruction of laparoscopic surgery and infectious

shock patients have a better effect in improving heart function and reducing inflammatory response.

[KEY WORDS]

flammatory factor

i 1 BEL 5 9 TR e M AR v i T SRR DL B
A 2 — , i T R A2 2k 22748 i TR A2 i ) TR
ME LSBT %O KRR, BN T AR T KU
i e S 2 W T BURIA YT , R 2 A LA 1R 1 A
J, e AT . T, BEA AR S O G M AR
SBE EEUT AR N E, BB TTPARRET—
Foft 7 R, ARG U T — b IR, &6
S DA [R) R R A A B RAE SO, TR AR
IR 75 5 22 B2 T Lo DT BE , T JRR I 24 1) AN ] m] fiE
SR BE BTS2 BN i R S R g
PRTC R, R HE R YRR 5 25 1 X iR U )
WA ATAR KA By, - S R PR 9 93 2 T K v B
BNz RIS S 259, (H P R 25 1 % 18 35 1Y
A B 2 WA e 3G 22 5% o WHIERWI, L 9k Al
PRTH B3 PR RIS = 25 015 5 TR AN RO
MV B 2 A2 o A B I DL T BRI i
SIS A BE A, B TR R R B T 25 0 R
0 T BE S RAE BB RZ W Ol R R A2
e o

1 BREFE

1.1 — R

BEHL 2020 4F 3 H % 2022 4F 12 A R4 A
T P IX 2 BEA T 4 KT AR 1 84 1 832 A BH. & 5
YR v BB VE NI XS 42, $i RORR RS 57 3K
(AR TR 43 R - SRR A AT A B 4, 4% 42 491, Hoh &
JEUTE 2 5 M 25 9, Lot 17 B, S E AR R (66.25+
12.74) % s TN A 20 58 1% 23 9], 2 1k 19 1], SF- 24 4F
1% (65.86+12.01) % o PHALAFIS MERIS5— e R,

Sevoflurane; Propofol; Intestinal obstruction; Septic shock; Cardiac function; In-

T2 Rt 5 X (P>0.05) , LA AT ek,

NABRAE : QAT T A AT, 455 WA B &
IF YLK e 5 ) 8 2 T LAl R 44 7™ F 0
BHHE LRIEAE AR ES 5ARRMS . HEbRbr
W DR RS PR 28890 ; @QF AR 2L SiE & BXT L 1
Tk FH PN T 19 0 B s DR ™ E L CE DR
P A RE 2 FARE ; @A™ HEEBERH .
AW R BEAS BEZS B St
1.2 KMk

LR A F AR ZE S, H Philips M8001A 7
U B W B S0 0 R 5 ot R RO 3 B A e fbk
TS AR SR (AL B R R R 2
FR 2N ], [ 24 #E 5 H20033558) 500 mL, 157 22 W i
BE AL, B AT RRIIE S . IR 414G
T W 6 Limin, 5 Z AL FH 4 min, 25 T 5.4 5 TA B
(Fresenius Kabi Deutschland GmbH, [E 24 i &
J20080023 ) I ¥ fi vE 4 mg - kg -h', 4EFEAR p BIS
fE 45~55 Z [a] , 1 H8 3 B U K 5 KO S
3 pgkg oF KJE CHE AN A BRI~ A
25 1E T HA2022076 ) FI1 4k 2 15 2 (R 5L g B 245 A7
RN ), [ 2 77 H20073841)0.1 mg/ke ; L FUBEZH
95T B H WA 6 Limin, [F] B WA 2% B - 5
A5 AR rh BIS45~55 Z [] 5 55 Ff H 3 BRI R 5
ik 558 25 e R A L e R S TR A R 4
— 3, FARGEHHT 5 min 45 (68 FHBRER 259 , 77 F8

B Z G RGBS 2

1.3 WEAER
1.3.1 I sh I 2= Fa b

03 P 4L B E AR AE W (T,) , BREE AT 3 min
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(T, B I (o) VI BB (Ty) RS 5
min (T,) & 4% 4% J5 5 min (T;) (4 4F 5K JE (Diastolic
Blood Pressure , DBP) | i % & ( Systolic Blood Pres-
sure, SBP) ..[># (Heart Rate ,HR ) .
1.3.2 HTFARYER

TCSR P2 B8 TR B[] ol o | ]

L) BEHE b o FHER 750 3l 0 5 W 4 B 3
AR5 0 22 25 51 143 %% (Left Ventricular Ejection
Fraction, LVEF) /K ¥, LVEF [¥ 1 % 1l Fil 78 50%~
70% 2 1] ; 5K FH B Ak Ak 27 % 6 % 4 Lumiray 1200
K1l NT-proBNP , NT-proBNP iF 7 1l Fil 75 0 A HAH
300 pg/mL'"*™,
1.3.3  RAE T8 b

I3 TARHE 1R ARFEZ ARFE 1R R
JE 5 3 R ORJEHS 5 KR B A JM R # kil 3 mL,
SR FH T EEG e 92 WA SR 3 6 A 000 7 24 9% R 1R, (L 4
F1 41 il £ % -6 (Interleukin-6, IL-6) | [1 40 i/ % -8
(Interleukin-8, IL-8) . i & A %€ Al T - o ( Tumor
necrosis factor-a , TNF-a ) 7K F- o
1.3.4  Z446hr

ML L SR P B ARG A RO, A2
FEW X R RS
1.4 SeiteEonk

K H1 SPSS 22.0 4t 11 2% 8 47 B0 43 B o
THECHE R n (%) Fon , R 2 K 30 2 B8 8L
(%) 3R, RIS HEA K550, LA P<0.05 KoK

SHAGEE L

2 H#HR

2.1 PHALEE AN R ) B iy sl 1 22 1 AR AR

T T T3 T, Ts Bf, L 44 BDP .SBP . HR
WER TR, 25 A 5% B X (P<0.05) .
W1,
2.2 WL AR T AR bR b3

L SR 2 Y R R P T I A D b SR A
R[] A X PR I I 4 I R, 25 SR e s
X (P<0.05), W32,
2.3 MAHBHE LRI

Wi B ARG LVEF K34 3% 7, B ik
LT WIAB AL, 22 %A %12 8 L (P<0.05) ;
4 B 8 R J5 NT-proBNP /K- it 2 FAIK , - itk
4 NT-proBNP /K AR F I AL , 22 5 A Geit 2
X (P<0.05), WF3,

x1 MABREFEARNBRMDENNFHEN (x£5)
Table 1 Hemodynamic changes in two groups of patients at

different time periods (x +s)

G fe T Rog N [REL S . ~
b ol (n=42) (n=42) i P
DBP(mmHg) T, 73.25+3.61 73.26+£3.54  0.012 0.989

T, 64.28+1.61° 69.62+2.15" 12.884 <0.001
T,  65.35£1.56° 70.25+2.66" 10.297 <0.001
T,  64.58+1.13° 69.97+2.18" 14.225 <0.001
T,  65.04£1.63° 68.24%2.63™ 6.702 <0.001
T:  67.25%6.67¢ 72.24%3.61™* 4.263 <0.001
SBP(mmHg) T, 132.61x561 133.55£5.25 0.792 0.430
T, 105.27+2.63' 112.64+3.68' 10.559 <0.001
T,  104.27+2.13* 114.21£3.61° 15.368 <0.001
T, 103.61+4.62" 112.60+4.13* 9.401 <0.001
T, 106.24%5.61 118.25+2.65™ 12.544 <0.001
T,  109.66+6.55"* 115.54+5.78™° 4.362 <0.001
HR(/min) T, 8525%1.61 85.26+1.58 0.028 0.977
T, 73.05£2.68  82.64+3.67" 13.676 <0.001
T,  70.02+£2.63° 84.25+3.26" 22.017 <0.001
T,  72.63£1.65° 83.44%3.15" 19.752 <0.001
T, 72.25#2.67° 82.17+3.69° 14.115 <0.001
T, 71.25%1.85%¢ 76.52+3.47"* 8,685 <0.001

5 TO L, *P<0.05; 5 T1 L, °P<0.05; 5 T2 Lt , P<0.05; 5 T3
., P<0.05; 5 T4 [t ,P<0.05.
F2 FMHABBEHXEFAREIEIREE (x25)

Table 2 Comparison of perioperative indicators between the

two groups (X £s)

2H 5 n FAREE (min) WA (mL)  JREEATE]
LHEEEAE 42 93.30+18.40 107.82+25.60  5.77+1.03
WA 42 95.52+17.50 128.3+38.40  6.32+1.13

X 0.566 2.875 2.331

PiE 0.572 0.005 0.022

®3 WMABFOINRELLE (x=5)
Table 3 Comparison of cardiac function between the two

groups (¥ +s)

LVEF(%) NT-proBNP (pg/mL )
Nl AR5 AHT N
LARBEL] 42 37.62+11.5 58.7126.40° 491.60+65.4 209.40+45.32"
PAERAL 42 37.85+11.9 55.40+2.20" 472.76+66.8 232.52+42.50°
il 0.090 3.169 1.310 2411
Pl 0.928 0.002 0.193 0.018

AH n

Y AR, "P<0.05.

2.4 B RAE RN LR

[f7]— B 1] B SRR 4 TL-6 . IL-8 . TNF-o 7K P
TR, 22 %A G2 #E L (P<0.05) . W3 4.
2.5 WAEEA R RN kAR

LR AN BN R AR 4.76% , TN IA T
AN BN B R A RN 19.04% , B SBEH AR K
NS EAERBERTHNIHMA, ZR A5 E
X (4*=4.086,P<0.05) .
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x4 MABEFREETFERILE (v+5)
Table 4 Comparison of inflammatory factors between the

two groups of patients (x +s)

N R N34 PITH 2
ZH 5 D
/Eﬁj HTIHJ (Vl=42) (n=42) t{ﬁ P{E
IL-6 AEEE 1R 1942+1.05  19.49+1.12  0.295 0.768
(pg/mL) AJEHIZ 23.16+5.31"  28.56+6.42" 4.200 <0.001

ARIFH 1R 56.73+7.24"  62.78+7.38" 3.798 <0.001
RIFHE 3K 59.26+£7.95" 80.46+10.33" 19.470 <0.001
ARG SR 33.47+5.02™ 42.75+8.56™ 6.060 <0.001

IL-8 ARETH 1R 18.86+1.42  18.74x1.25 0411 0.682
(pg/mg)  AJ5HIZ) 30.12+6.33"  35.48+4.69° 4.409 <0.001

AJFH 1R 62.17£8.03°  68.79+8.99" 3.559 <0.001
ARJFH 3K 64.12£6.55°  70.12+7.34" 3.952 <0.001
RIFH 5K 3246+4.77%  35.10£5.02 4.342 <0.001

TNF-a AR 1R  14.5820.56  14.55+0.52 0.254 0.799
(pg/mg) AJFEIZ]  39.25+7.59°  33.72+4.69° 3.973 <0.001

ARIFH1IR  56.12£6.13°  60.89+5.26" 3.827 <0.001
RIFH 3K 57.59+3.31°  67.49+5.30™ 10.267 <0.001
RIGH 5K 37214556 46.51£6.24™" 7.205 <0.001

A S5ARBTEAE 1 R, P<0.05; 5K HIZI ., 'P<0.05; 54K J5 4
1 K, P<0.05; 5 ARG 3 K, P<0.05,

3 itig

J A BEL A I SRR G P K 2 AR L R 0
RIAET SR8 &, WO 2 i R e AR o BB 3 1 12
Jei WL S RV HEAT ARG TT , B SRR R} B il )
REFREE I ECHEEY . K5 B WHUIRESF 2
i 1 5 P A BEL TR %) 8 DL e , B IR B A
20%~40% 1) B EAR 5 22 HBx 257, iR
W T a0 BE A EMEREE T, 5%
B A A 2 24 A TR 0 O S i R AR AR R
JEYE N O WURE S 3G £ L0 IR B fap i, ™
S R E A A . b, A Pk B RR 2
Wy, A B R 35529697, T 2G8 1S i .

AR SCWF R R AN [ RR B 5 07 =0F /R 35 40
L G 2 RS M A AT R PSR A R B, &
k20 BDP . SBP \HR /K V- ik T PN {H B 41, L 8Lk
BB I AT R A AL T I A B R b
ST T 5 A AR O SR AR B /0N i 3
B 12 RS R R AT RE R - b R N P A 1
28y g 8 DL B R B I5 S 25 10, DRI B 2 7 7 4 B
IR IR A 259, B B PR A RIGH B | 1M 24
VA 85 AR AV T2 DR R 73 TR S T R 1 i 2 B
R R U] — OB B A A BRI AR R 2
Wy, BAT B B R R R A () A X P R
W/ B R RR IR, o L Rk 10 LA
IR /N, W R 5 1RO LR 5t A /N A 1 4

FRRREEE TR O NI e P A, IR S5
Il e FEAR P A RS . NT-proBNP J2& il il -
AR AR & A 0 155 AU B8 SPEA 46 A, LVEF
W) Jz e O T RE FRRES o 7B I R 25 A i 9E E 58, &
SR PR PO WL AE T, o] DASE 3 98 7550 LR i
R e S RO LA AR 1 B AR 1T R 40 1)
fet . ARJ5-EHEEEL NT-proBNP /KK T RIHE
2 \LVEF K& T IAB 2 , 22 WAL etk Rl E
FHESTEAR, A R T RELOIIRER A B2,
15 RHL A I A0 B e P AR s AR B I PR AR AIE B2 4 B
RAE RN ZEAAE, N2 FARJE TA QHEAE, DLk L
A= F AR 5 AR HE 5 0 PR B BRI, R i RORE
T-HEBUEIE BB IA I RAE N IL-6,
IL-8 .\ TNF-o fZ I PR & ULAE R A, RS A R AE
BOMAR G &I« ARG WAL R AE T35 45 82 T+
T A8 Bk 2 TL-6 . IL-8 .\ TNF-o /K A T 1A B
e A AT AR R v, L kT DAk 5%
9 P A B, B AT TNF-o0 25412 48 PR F-7K -, 2Tk
B IRE IV

Zi LR, I 4 BH A I B e R s T R v
LA SR NIAE R R E N OIIRE, T
¥4 IL-6 . IL-8 . TNF-ou 7K F- R Il % 8 35 1 S E S,
it 8 e AR R R IR Bh 1 AR L R AR S
SRS TE] DA SR BN R A

S22 0k

(1] BRI 5 IR 2 A R BT IR 1 2 v 4500 I )
fiefsem (7).t ERSMIEER 42, 2019,17(3) :188-192.

(2] &R, RIGH . NIAEE A B 25 R e A s F R B
Wi Bl ) BRSNS AR AR A R [T ] A AT A, 2021, 41
(2):235-237.

(3] ‘Km0, avE, ML . A BUR G IR 5 & 2 A D fg
WIRH VOB ]. BEAE(F R, 2020,33(4) :190-192.

(4] TR, XUMG &, OCH, A5 . RS L i BELA 76 o 4 BHL 5 O
SRR P R v B A v A N (] I PRBR 2 22 3, 2020, 36
(11) :1050-1054.

(5] @R, e, SR, 25 I I 558 R AE Al BELIG T T i
Mo R ML [T ] G AMEE, 2020,33(6) :463-467.

(6] A% . OC T 45 1 i o A BEL A8 & L PV 4 T R B R
RICARPRADIZE [T ] P ER A T4, 2021,13(2) :38-39.

(7] Wk . 25 W 5 W A L A6 g FH T M 5% AR R R S 96
TRPREIBIFE[T]. £ 5, 2019(9) : 26.

(8] XU, 2=, W SO, KB o #E , 45 . B AF B RE B MK e
T LB A R A D D RE R TR AR AR R 1 I
RO AT LT]. A3 005 548 & 24 5k (LT 0, 2021, 16
(1):59-63.
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NAC B A Mk grovt 2 8] copD Mg <45
PR

IERT IH HEKR

[ Z] BB ®iTCBERENERR (NAC) KA A HUAR A6 AR T X 2 E 1 COPD &3 1<
bR AL E B 65 2 R (PCT) \C W 2 1 (CRP) K- (5% . Faik #EH 2022 481 A 2 2023 1 A 7
TR MR B 5 e WP I 5 FE 5 23 RHIBGIA B9 90 151 COPD 2t Jin s 101 s 5 A5 X 42, 32 FH BEAL AL 7
FEMe 00 191 ER 43 At BRZH (45 1)) FIDER2H (45 9]) o P 24482 52 8 BIXHIE SR 7, XoF IR e XHRE TR T 1Y)
FERE 0 A HUR AR S A WAL N A NAC A A s AR A S0 o BE3 B 4 A7 1T I A I
SA8HR MLYE PCT .CRP K MR MIBIT A RE . &R WERLLAIT A SR A 84.44% , 7 F % i
4 64.44% , 22 A GEit 7 L (1=4.731, P<0.05) ; ME 40 3 ik il 23 1 (PaO, ) | L 5810 FBE (Sa0.) 7 T
X HRAL, sl bk i — AR 53 FE (PaCO) IR T X BRAL , 25 38 Geit 2438 X (1=7.780.4.153 .5.375, P<0.05) ; P§
ZH 1 7% PCT . CRP /K 4R Y7 mi 4 B A%, HOWAR AR T X IR 4H , 22 R AT e i 5 L (1=10.733..8.326, P<
0.05) s WAL 55 1 &b 70 i (FEV,) 55 1 RS AR WU HE B 43 L (FEV19%pred ) 7 i 1%
1t (FVC) KR 0 i (PEF) ¥ 8 T XTI A, 22 5 A Gt 24 B X (1=5.604.6.073 .6.103 ,2.270, P<0.05) ,
% NAC ST HIAR AR S W AJATT 2N ) COPD M #3230 i1 1 2597 4%, A 5008/ S8 RE S B W
HNGTIRE , I B G R R A E .
[EIA]  CEEEMEERR ; AR AR 5 18 P FHZE MNP S s 5 i< 384%; IiThne

Effects of NAC combined with budesonide, glycopyrronium bromide and formoterol
fumarate on blood gas indexes in patients with acute exacerbation of COPD

WANG Yuhong*, WANG Ju, HAN Junxia

(Department of Respiratory and Critical Care Medicine, Suixi County Hospital, Huaibei, Anhui, China,
235100)

[ABSTRACT] Objective To explore the effects of N - acetylcysteine (NAC) combined with
budesonide, glycopyrronium bromide and formoterol fumarate inhalation therapy on blood gas indexes, serum
procalcitonin (PCT) and C-reactive protein (CRP) levels in patients with acute exacerbation of COPD. Meth-
ods 90 patients with acute exacerbation of COPD who were admitted to the Department of Respiratory and
Critical Care Medicine of Suixi County Hospital, Anhui Province from January 2022 to January 2023 were se-
lected as the research subjects and were divided into the control group (45 cases) and the observation group
(45 cases) according to the random number table method. Both groups were given routine symptomatic treat-
ment, and the control group was additionally given budesonide, glycopyrronium bromide and formoterol fuma-
rate inhalation aerosol treatment. Based on symptomatic treatment, the observation group was given NAC com-
bined with budesonide, glycopyrronium bromide and formoterol fumarate inhalation aerosol treatment. Blood
gas indexes, serum PCT and CRP levels, lung function and treatment effective rate were compared between
the two groups before and after treatment. Results The total effective rate of treatment in the observation
group was 84.44% , which was 64.44% higher than that in the control group (y*=4.731, P<0.05). The arterial
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partial pressure of oxygen (Pa0,) and oxygen saturation (Sa0,) in the observation group were higher than those
in the control group while the arterial partial pressure of carbon dioxide (PaCO.) was lower than the control
group (£=7.780, 4.153, 5.375, P<0.05). Serum PCT and CRP levels in the two groups of patients were re-
duced compared with those before treatment, and the levels in the observation group were lower than those in
the control group (#=10.733, 8.326, P<0.05). The forced expiratory volume in first second (FEV,), the per-
centage of forced expiratory volume in first second to predicted value (FEV1%pred) , forced vital capacity
(FVC) and peak expiratory flow (PEF) were higher in the observation group than those in the control group (7=
5.604, 6.073, 6.103, 2.270, P<0.05). Conclusion NAC combined with budesonide, glycopyrronium bro-

mide and formoterol fumarate inhalation therapy has a significant efficacy on patients with acute exacerbation of

COPD, and it can reduce inflammatory response and improve lung function and has clinical application value.

[KEY WORDS]

N -acetylcysteine; Budesonide, Glycopyrronium bromide and formoterol fumarate ;

Acute exacerbation of chronic obstructive pulmonary disease ; Blood gas indexes; Lung function

12 P4 BH ZE 1 i %< 9% (Chronic Obstructive Pul-
monary Disease, COPD) 4 - ¢ 22 ¢ & UL (1) 95 %
S S R AEAA OC S B Kk e g2
1, TR JEVS R R B A, 2tk
AR R I Ry i 2, i T RE TR B LT B A2 BR AR
SR o TEELE TG T R e O i
e AF T RORE , R W AR T R, 2t A TR
w5 HHET, 78 COPD 2t s 0], i R | %6
FH B2 2R BB WA LAY 5k B 2R i 4 1 SR
DL Ko v FHOBE Bz B i 25 DABT 4R | 65 A3 R0 b 22 i 1R
TGRSR o LAk, — Pz il BIG T
I R P A A& AR W A S55 700, Her A B A s
T % R VR R B R AR SRR A5 LAY, T AT K
RS2 ) P R D SRR U ILRE AR 5 SR T, 3
41 COPD 2V fin 51 10 1) S8 38 A A I 28k R W
R0 3 A 1), S BN FH SR IR A
PR AP RO RE L, B0 s i 3 oK
FHBR LR 7 1k LSS /NUE I D RE , D8 Stk
o e 3 AR 0%t RRE IR - B 5 i 2 g R A4 Ok
B, OB E R (N-Acetyl-L-cysteine , NAC) g
i T ¥ 5 A0 R AR P D 5 A 80 S R T ) HE o
KL, 26 Ik 2 e 7E I R _E 8% )3z i TR 9T
% BH ZE P IH 9 L S AR T 9K RN i 41 4 1k S R
Wi 0L A ST T NAC B A A kS A8 I AT
COPD 2V fin & 19 S8 25 9 PR B it D) RE R 52

1 ABSHE

11 MR

PRI 2022 46 1 F % 2023 4 1 1 £ SRR WEIR
5L BE e 0% 5 £ 7 B2 2 R 1) 90 ] COPD
SPEITN RIS AR DR

COPD [z Wikr i, H b 2t i ; @ R F55¢
BURIT & o HEBRARE - O A H AL 2% 5 V) i B A
s ORI EE % B 5k s R 2 XA
W55 AT 2593 83 o 32 FHBEHLECT 2204 90 1]
HBE A R BB (45 491) FIRER AL (45 f1]) . WERZH
527, L2 18 4 ; A1 (61.7£10.5) , % ; COPD
JRFE-I4 (7. 721.3)4F s WA s (23.547.5)4F . X HRZL
526 1], 22 19 B, AE - 44 (60.5+£9.2) % ; COPD ¥
T34 (8.1£1.2)4F A 2 (24.3+6.8) 4, PRAH — ik
TR, 2 G L (P>0.05) , HA AT L
P ARWFIT 2 Be S 2 A0 B2 By St o, 23l
WFE O AECIERES) .
12 Hik

X B2 A RIRERE YR 7 i SE At b (A A
ARG RN AIRYT (BT R - 1 E ASTRAZENECA
DUNKERQUE PRODUCTION, it # X %5 .
H20190063 , ML #% : 160 wg+7.2 ng+4.8 e/l ) .
2 /R, BRI o FHZTHITA] , 0I5 1) A K
P, A e R K R AR, BT B
AN BN B B B A B I A i 42U R R >00% .
ML 2 AF Xk B 1 SE Aty 1 7 FH 2 T~ Jbe 2 ok
T 58 i g e 25 A IR W) b S0
H20000472, #i#% : 3 g:0.2 g (UL L BEF kA #2it)
IRYT,0.2 g ¥ F 50 mL R IF K — IR, BER R =
W LidiRTTRegi 2 A,
1.3 LS bR
1.3.1 BITRCRT

16Y7 2 G XTI TR o R W NZ A |
P02 PRI R B S 9 A sl 2 Ao B A A3 5
FBY: WEMRIZIR A DRI XEIE AR M , i e i D 5
TCHK - WK | PR PRI XEE R A B I 03 5 A a0
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= [ CRAIVEL + A7 51O V31 1%x100%
1.3.2 [ FEHR

KA B RS MK ABUEER  7E 30 min
4 B B B T K T IN PR R AR
A R 7] 5 95 . SITEMENS RAPIDPoint 500 Il /3
B AS0) A0 #2825 3l ik if 42 43 7. (Partial pressure of
oxygen, Pa0,) . 8l ik Ifi. — % fk ik 53 1 (Partial pres-
sure of carbon dioxide , PaCO, ) Fl Ifil. 5 1 A1 & (Oxy-
gen saturation in arterial blood , Sa0.) .
1.3.3  IfiL 7% 45 2 J5 (Procalcitonin, PCT) .C JZ )i
# 1 (C-reactive protein, CRP) 7K

KA BT R A I FIK I 5 mL, &I P2 G
JT TG ML PCT (CRP 7K (g L bk ) o
1.3.4 Jifizdg

I I S BEAS AL () 5« AR A & il 7
AR T RS FGC-A+) K I P 4 IG T TS 45 1
0 H 1A 4 (Forced expiratory volume in one sec-
ond,FEV,) £ 1 #PH Jp L  RR O HE 1 40 1o
(Forced expiratory volume in one second predict,
FEV1%pred) . ] J1 Jifi i 5t (Forced vital capacity,
FVC) WA I i (Peak expiratory flow , PEF)
1.4 et

K SPSS 24.0 A AT Bl AL PE , T BT
K (e 5) R, ALIH] Pl S A A 8] L B8R 1 4
5, BB n (%) 3538, WBCR ) ¢ kg, P<
0.05 K2 A G E L.

2 R

2.1 PIEIRYTRIOCR La

WMEH BARCRE TR, 2R A
=N (P<0.05), WFE1,
2.2 W4LRYTETE L AFE bR LA

BRI 2 JH G, W% 4H PaO, . Sa0, i T X B4
PaCO. Ik T-XF B4, 22 R A S it 2% 5 L (P<0.05) o
W32,

F1 MARTHRIE (2(%) ]
Table 1 Comparison of therapeutic effect between the two

groups [1n(%) ]

A n T2 L JeL &S
ML 45 16(35.56) 22(48.89) 7(15.56) 38(84.44)
XTHEZL 45 11(24.44)  18(40.00) 17(37.78) 29(64.44)

Pt} 4.731

P 0.030

2.3 WA IMNE PCT .CRP /K [
RIT 2 JH G, WidH I PCT . CRP 1k TI897
I, Z R A5 #E L (P<0.05), WEk3,

®3 WARTTHIFME PCT.CRP LLAL (3+5)
Table 3 Comparison of serum PCT and CRP between the

two groups before and after treatment (x+s)

PCT(ng/mL) CRP(mg/L)
bEL i) BT IR PE () BT A
WEZLH 45 0.4620.05 0.1620.03° 5.16+1.17 1.55+0.51°
XHR4] 45 045+0.04 0.24+0.04° 5.08x1.21 2.37+0.42"
i 1.048 10.733 0.319 8.326
P 0.298 <0.001 0.751 <0.001

T SRR TR L, °P<0.05,

2151 n

2.4 WA RedE AR L

IGIT I, P A ) REFE R K T2 TR R,
HUER A Y TR, 25 A 503 L (P>
0.05), W4,
3 iTig

COPD i & Fh A3 35 ks ol AR 5 | e <38 F ok
i 96 S8, A AR R 2 E N E I . 2k
) 3 BEF I A LK | 0 P 0 B RTHE AT 1 in B A
W PRI X , 24 Ja e & AR B3R T BB AR A A #A . X BB
R BB B AR N SE KA B T e TR I D g
. UL, & COPD [ 3 2Pk e 1 pd etk L j%
K 9 E S I L 235 il Ty BE X COPD (1) Tl 5 48 G
FL IR I, COPD 2uPE i e 3 = BL25 iR 97 K
e ABE B B R R BT AR (A B2 SZ ARSI R

x2 MARTHRMSIERILE [ (+5), mmHg |

Table 2 Comparison of blood gas indexes between the two groups before and after treatment [ (¥ +s), mmHg ]

T ; PaO, PaCO, Sa0,
TRITHT BIT A VARIT HIT BIT A VRIT T R E
WAL 45 67.23+£5.13 79.41+5.14* 48.18+5.34 38.58+5.26" 75.32+5.62 90.45+6.65"
X RE 21 45 66.81+5.20 71.51+4.47" 48.21+5.41 43.22+5.34" 74.85%+5.58 83.16+£6.21"
t{E 0.386 7.780 0.026 4.153 0.398 5.375
P 0.701 <0.001 0.979 <0.001 0.692 <0.001

1 5 FIRYT RO g, *P<0.05,
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F4 WMARTHEMINBELE (x£5)

Table 4 Comparison of lung function between the two groups before and after treatment (x +s)

3 FVC(L) FEV1(L) FEV1%pre PEF(L/S)
TRIT I BT A IRYTHT BT A MEEIR) IT IR bEE) RIT IR
WEE2H 45 2.26+0.77  3.16x0.52'  1.57%0.25  3.78+0.77°  47.54+0.34  62.47+5.21°  2.25x0.34  4.571.21°
X 21 45 2.31+0.68  2.58x0.46'  1.5520.26  2.85+0.68"  47.42+0.42 5561545  2.26x0.32  4.03x1.04
HE 0.327 5.604 0.372 6.073 1.490 6.103 0.144 2.270
PAE 0.745 <0.001 0.711 <0.001 0.140 <0.001 0.886 0.026

1 SRR L, P<0.05,

Pk RE S, IR BLA R LR XTREIR YT, ik
PR T2 T K FL A BT 2K AL, R 4 A 2t i A
KEIR 257 T 28 A o {ELI D) R B4 J 01 52 AN HRLARL
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Relationship between traditional Chinese medicine syndrome types of lung adenocarcino-
ma and TGF-f, IFN-y and MMP-9 in induced phlegm

LIU Qingqing

(Department of Oncology, Linquan County People’s Hospital , Fuyang, Anhui, China, 236400)

[ABSTRACT] Objective To observe the relationship between traditional Chinese medicine syndrome
types of lung adenocarcinoma and transforming growth factor (TGF)-@, interferon (IFN)-vy and matrix metal-
loproteinase-9 (MMP-9) in induced phlegm. Methods  Eighty patients with lung adenocarcinoma admitted to
the hospital from January 2020 to January 2023 were selected as the study group. They were divided into group
A (spleen-kidney yang deficiency pattern) , group B (qi-yin deficiency pattern) and group C (spleen-lung qi
deficiency pattern) based on TCM syndrome types. At the same time, 80 healthy individuals were selected as
the control group. The levels of TGF-f3, IFN-y and MMP-9 in induced sputum of different groups were com-
paratively analyzed. Results Among the 80 patients with lung adenocarcinoma, there were 28 (35.00% ) cas-
es of spleen-kidney yang deficiency pattern, 26 (32.50% ) cases of qi-yin deficiency pattern and 26 (32.50% )
cases of spleen-lung qi deficiency pattern. The levels of TGF-3 and MMP-9 in induced sputum in the study
group were higher than those in the control group (7=5.793, 20.727, P<0.05), and the level of IFN-vy was
lower than that in the control group (#=6.511, P<0.05). The levels of TGF-B and MMP-9 in induced sputum

AR B EHE A REAHR B (AHW]2020a091 )
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in group A were higher than those in group B and group C (7=3.704, 3.859 . 5.948, 6.290, P<0.05). The lev-
el of IFN-vy and KPS score were lower than those in group B and group C (r=9.391, 8.982, 2.748, 2.282, P<
0.05). There was no statistically significant difference in above - mentioned indicators between group B and
group C (7=0.269, 0.808, 0.421, 0.376, P>0.05). Pearson correlation analysis results showed that the levels
of TGF-B and MMP-9 in induced sputum were negatively correlated with the KPS score (P<0.05), and the
level of IFN-+v was positively correlated with the KPS score (P<0.05). Conclusion Compared with patients
with qi-yin deficiency syndrome and spleen-lung qi deficiency syndrome, patients with spleen-kidney yang de-
ficiency syndrome had higher levels of TGF-3 and MMP-9, and lower IFN-+y level in induced sputum. The
three indicators are correlated with the KPS score and can be used as auxiliary indicators for Traditional Chi-

nese Medicine syndrome differentiation of lung adenocarcinoma.

[KEY WORDS] Lung adenocarcinoma; Traditional Chinese Medicine syndrome type; Transforming

growth factor-3; Interferon-y; Matrix metalloproteinase 9
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Changes of CD68, TGF-32 and VEGF levels in benign prostatic hyperplasia and their
clinical value

LIANG Wanfeng', CHEN Long'*, NING Wei’, PAN Qihua'

[ 1. Department of Urology, Yongchuan District Traditional Chinese Medicine Hospital, Chongqing, China,
402160 ; 2. Department of Urology, the Second Affiliated Hospital of Army Medical University (Xingiao Hos-
pital ), Chongging, China, 400000 |

[ABSTRACT] Objective To analyze the changes of cluster of differentiation 68 (CD68), transform-
ing growth factor B2 (TGF-B2) and vascular endothelial growth factor (VEGF) levels in benign prostatic hy-
perplasia (BPH) and preliminary clinical study. Methods 207 cases of benign prostatic hyperplasia patients
(observation group) who were treated in our hospital from January 2020 to December 2022 were selected as
the study objects, and 150 cases of middle-aged and elderly men who underwent healthy physical examination
during the same period were selected as control group. The levels of serum CD68, TGF-32, and VEGF were
compared between the two groups; the levels of CD68, TGF-2, and VEGF in patients with different degrees
of BPH in the observation group were compared. The Kappa consistency test was used to evaluate the consis-
tency of serum CD68, TGF-2, VEGF alone or combined diagnosis of BPH and pathological biopsy results.
The ROC curve was drawn to analyze the value of serum CD68, TGF-32, and VEGF alone and in combina-
tion in diagnosing BPH. Results The levels of serum CD68, TGF-B2, and VEGE in the control group were

lower than those in the observation group, and the difference was statistically significant (P<0.05). Serum
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CD68, TGF-B2, and VEGE levels in the observation group: Grade Ill > Grade Il > Grade I , and the differ-
ence was statistically significant (P<0.05). The Kappa values of serum CD68, TGF-B2, and VEGF alone and
in combination for the diagnosis of BPH and pathological biopsy results were 0.536, 0.617, 0.631, and 0.878,
respectively. The AUC of the combination of serum CD68, TGF-$2, and VEGF for the diagnosis of BPH
was 0.812, which was higher than the three indicators are detected separately (P<0.05). Conclusion The de-
velopment of BPH can be understood by detecting changes in serum CD68, TGF-32, and VEGF levels. These

three indicators are beneficial to clinical early diagnosis and prognosis assessment of patients.
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Figure 1 The ROC curve
3 it
BPH 114 552 [t Je: 1ij 1) iR - B2 40 0 LA % 1) 5 240 fd
R S A, xﬁfﬁaﬁiﬂaﬁkﬁ BPH % 4} &

JEMBEER R . A BFFEFR, BPH J& — Fl 498 0 PR
9 , AL S RE AT SRR 91 AR, AT 3 o R AR AT 471
JR A0 BLYE TR T =42 BPH 45715

CD68 J& F W 40 f 1% PEAR &9, vl s e e I
1 KA il R b PR R A R R Ak B T Y 43
W2 HE A QE OB IRES I S35 R 51 R 2 21
(B BT M b Rz AR 5 . AHOCHIFSEHE 4k
Z BT R R H U A AE RE SOy, F R
Shy Vi L 40 A % T 200 RIS A B AR R K )
w0 PR 5 AN IS 1 R IR H A

3 1% CD63.TGF-B2.VEGF £ I K Bk & 12 i BPH B — B 153 17
Table 3  Analysis of serum CD68, TGF-B2 and VEGF alone and combined in the diagnosis of BPH
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Predictive value of ultrasound images for HER-2 expression in patients with breast ductal

carcinoma in situ
WU Yujie', LIU Chunrong'*, LIN Xiurong', XU Haina®
(1. Department of Ultrasound, the People’s Hospital of Tunchang, Hainan Province, Tunchang, Hainan, Chi-

na, 571600; 2. Department of Radiology, Hainan Provincial People’s Hospital, Haikou, Hainan, China, 570311)

[ABSTRACT] Objective To establish a prediction model based on the features of ultrasound imag-
es, and to explore the value of this model in predicting the expression of human epidermal growth factor recep-
tor 2 (HER-2) in patients with ductal carcinoma in situ of the breast. Methods 126 patients with breast duc-
tal carcinoma in situ who were treated at Tunchang County People’s Hospital from October 2016 to June 2020
were selected as the research subjects. Ultrasound image characteristics were collected when the patients were
admitted to the hospital, and HER-2 levels were collected 1 year after the patients were admitted to the hospi-
tal. According to the HER-2 expression of the patients, they were divided into a positive group (67 cases) and
a negative group (59 cases ). The clinical data of the two groups of patients were compared. The logistic regres-
sion equation was used to analyze the influencing factors of HER-2 expression in patients with breast ductal car-
cinoma in situ. A prediction model based on ultrasound image features was constructed to analyze its value in

predicting HER - 2 expression in patients with breast ductal carcinoma in situ. Results Univariate analysis
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showed that there were significant differences in the proportion of breast ductal carcinoma in situ, irregular
shape, unclear boundary, marginal burr, internal microcalcification and axillary lymph node metastasis in the
positive group (»°=3.002, 5.911, 4.456, 2.363, 8.374, 10.730, P<0.05). Logistics analysis showed that high
clinical stage breast ductal carcinoma in situ, edge burrs, internal microcalcifications, and axillary lymph node
metastasis are influencing factors for HER -2 expression in patients with breast ductal carcinoma in situ (OR=
0.073, 1.448, 0.550, 0.481, P<0.05). Nomogram analysis showed that the C-index of the prediction model for
predicting HER-2 expression in patients with breast ductal carcinoma in situ was 0.732, and the calibration curve
showed that the absolute error of the prediction probability was 0.042. Conclusion Marginal burrs, internal mi-
crocalcification, high clinical stage breast ductal carcinoma in situ, and axillary lymph node metastasis are influ-

ential factors affecting the expression of HER-2 in patients with ductal carcinoma in situ of the breast. The predic-

tion model established based on this can predict ductal carcinoma in situ of HER-2 expression in patients.

[KEY WORDS] Ultrasound image features; Ductal carcinoma in situ of the breast; Human epidermal

growth factor receptor 2
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Effect of ulinastatin combined with subhypothermia on serum TLR4/NF-kB indicators in
patients undergoing cardiopulmonary resuscitation

LIU Xiaoman', YU Houyou', GONG Xiaoliang', DAI Xiaogang', GAN Jinwen', WANG Jianlong', XI Haobo',
WANG Bao', FAN Qiao', DU Junkai**

(1. Emergency Department, Xi’an International Medical Center Hospital , Xi’an, Shanxi, China, 710100 ;
2. Emergency Department, the First Affiliated Hospital of Xi’ an Jiaotong University , Xi’an, Shanxi, China,
710061)

[ABSTRACT] Objective To analyze the effects of ulinastatin combined with mild hypothermia on
toll-like receptor 4/ nuclear factor-KB (TLR4/NF-kB) indexes in patients with cardiopulmonary resuscitation
(CPR). Methods A prospective study was conducted on 120 patients with coma after successful CPR treat-
ment in Xi’an International Medical Center Hospital from June 2020 to June 2022. The patients were divided in-
to four groups by simple random method, with 30 cases in each group. Group A received routine symptomatic
support, Group B received routine + ulinastatin treatment, Group C received routine + mild hypothermia treat-
ment, and Group D received routine + ulinastatin + mild hypothermia treatment. The inflammatory response ,
cardiac function, brain function, TLR4 and NF-«B levels before and after treatment among the four groups
were compared. Results Compared with Group A, the levels of interleukin 6 (IL-6) , interleukin 8 (IL-8) ,
troponin (cTnl) and left ventricular end diastolic diameter (LVEDD) in Group B, Group C and Group D
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were significantly lower (P<0.05). The levels of left ventricular Ejection fraction (LVEF) , Glasgow coma

scale (GCS), comprehensive neurological score (NFCS), TLR4 and NF kB were significantly increased (P<
0.05). Compared with Group D, the levels of IL-6, IL-8, ¢TNI, LVEDD, TLR4, and NF-kB in Group B
and Group C increased with statistical significance (P<0.05), while LVEF, GCS scores, and NFCS scores de-

creased with statistical significance (P<0.05). Conclusion Ulinastatin combined with mild hypothermia treat-

ment can improve inflammatory response and exert protective effects on cardiac and brain function, which may

be related to its negative feedback regulation of TLR4/NF-«B.
[KEY WORDS]
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C 30 487.75£30.98 45.53+9.86" 179.98+27.85 48.85+8.64"
D 30 485.52+27.48 26.45+6.83" 181.26230.46 29.44+9.35"
F14 1.652 2.143 1.376 2.414
P 0.097 0.040 0.400 0.030

5 FABITRT L, P<0.05,

2.2 UL LIIRefE o s

5 AHME,B4 .C4 .D 41 cTNI,
LVEDD /K- 2[4 , LVEF /K- 34 7} 5 (P<0.05) ;
S5 DML, B 4 .C 4 cTNI,LVEDD /K- F
5, LVEF /K S 2R A% (P<0.05) , H. B 44 H1 C 4H 1Y
BT DI BeE AR AT L 22 R gt 2R B L (P>
0.05)., lL&E2,

Table 2 Comparison of of cardiac function in four groups (¥ +s)

F2 HMADCIHEEFERILE (x£5)

pon . ¢TNI(ng/mL) LVEDD(mm) LVEF(%)
IRYT T AT IR TRYT T AT E IRITH AT R
A 30 1.51x0.05 0.810.13" 57.31£5.91 52.98+4.85" 35.56£5.68 52.97+4.59"
B 30 1.43+0.08 0.62+0.10°" 54.28+6.72 49.95+5.16° 36.68+4.85 59.11£5.48"
C 30 1.52+0.07 0.64+0.11° 56.31:£5.64 48.88+4.98" 35.99+6.12 58.94:6.23"
D 30 1.4420.06 0.48+0.05° 56.69+6.44 46.11+3.36* 36.78+5.92 65.23+6.59"
F1{H 1.613 2.552 1.935 2.037 1.653 2.675
P1i 0.180 0.014 0.059 0.044 0.098 0.009

5 FABITHT LI, *P<0.05,
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2.3 DUZL B TIfe s Ol A

5 AWML, BH . .CH .D4H GCS T4 .
NFCS $¥43 %) 7+ i35 (P<0.05) ; 5 D ZHAH G, B 40 .
C 41 GCS P43 . NFCS ¥ 4 ¥ [ i (P<0.05) ,
H B 41 F1 C 411% GCS S NFCS W4t g & % 7
(P>0.05), W33,

Fx3 MARMEEERILE [(x+s), 5]
Table 3 Comparison of brain function in four groups

[(x+s),score]

GCS P57 NECS 143
oy n PR Py = SEOPEET Py =
BEY il RITE PEY il RITE
A 30 5.62+1.84 8.95+£2.74° 8.65+1.52 9.45%1.25°
B 30 546%2.10 9.67+3.15° 8.23x1.73 11.23%1.65
c 30 5.51+1.74 9.70£245' 8.36+1.87 11.34+1.71°
D 30 5.60£1.99 11.85+1.75° 8.45+1.61 13.85+1.88"
FAf 1.928 2.549 1.676 1.983
PiE 0.062 0.016 0.092 0.048

1 SRR R, P<0.05,

2.4 Y4 TLR4 NF-kB 7K i

5RITHT AL, U4 IR YT IS TLR4 \NF-kB /K
SF- 34 1 2 AR (P<0.05) , 5 A AL, B 4L .C 4.
D 21 /) TLR4 NF-kB 7K F- 4% (P<0.05) ; 5 D 41
A, B 4 .C 4 TLR4 NF-«B 7K -4 7} 55 (P<
0.05), H B 201 C 411y TLR4 NF-«kB /K~ 35 22
SEGIFE X (P>0.05), W4,

F4 [MA TLR4A NF-kB K FELLE (T +s)
Table 4 Comparison of TLR4 and NF-kB levels in four

groups (x+s)

TLR4(ng/L) NF-kB (ng/L)
ﬁgﬂ n VOOFEHIT VA VOOFE ET NV
IBIT T BT IR NEEAG] HITIE
A 30 5532572 42.25%6.35" 17.26+245 15.65+3.26"
B 30 54.80+4.98 36.48+7.15° 17.52+3.16 11.29+3.24°
C 30 56.63+6.77 37.26+6.87° 17.44%2.03 11.48+2.97
D 30 54.49+4.65 30.20£5.99° 16.98+3.65 9.10+3.01°
F1H 1.597 2.678 1.947 2.279
Py 0.200 0.009 0.056 0.037

i SRR T AL, 4P<0.05,
3 iTit

PR 50 F8 30 H I G I PRAE T 3Ry , 7
3 B8 B B A A R RE Y BT RE A 47, UL R
I 1 32 R T fh % 5% A 18 AR RE R TR, HILIA S g
RAEPPE RGN, &t — 2P i A AR E
13t AR BERR BT BOR B At 2 R v i
FIFET A BATRRAR (B R AT e AT, A ik
T M AR TN 2 R AR Z G E R

W RBET S R IR TR T £ 3 YA T I i I e
S ZVHET: , KT R T LA 9 0 B 7, ab i i AN
AT . AR AT T 5w T IS AR T X
CPR {855 TLR4/NF-kB #8459 52 , LU e 5 5
Il R IR T7 $E bR

L E) At T REAS AL AT AOTE R A8 F R AR M TR
JIC, AT BELUBT 5 i 4 it 2R S FHE A% | B i AR S
WD IESZ A A WEARIE AR T 1, 255
25 BRI A =, AT R A TRA B AR T
SRR A R, TR B AR . AiFs &
T WARAE SN O YIRE BB BRI RIA B3
e TRYT I ZH LEE AT WL B 41 .C 4 D 4B E R
JERN COPIRE BNTIREXI AL T AL, H D41
(R4S TS L T B 4N C 20, 33 —4% FAiF 52 1% w4t
THEWAREGTT A BAERIGIRY 7R, TLRs B
G569 TR DG 4302 1 SRS A, 1 R T g
JRYL RAESFZ R B P AR, Ho TLRA Ml AHE
FERYHAE, REASEUE NE-KB 3807 , i HaRR L, fe il
TRBEOK R RAEA T, 5 P RAEPI R s BEAA
AR I, TLR4/NF-kB {5538 B RERS 75 e R A
TR, SR AN 9 R F oK A7 e 2 DI A S
PR L 7323 B R 5 1 10 TLR4A/NF-KB {55 5-3 %
P IR T I , IR 3RAS T — B8R . EARMIE
ZER IR, 5 AWM, B4 .C4 D4 TLR4,
NF-kB 7K IR ; 55 D 4HAH L, B 4 .C 41AY TLR4.,
NF-kB K-35, R S/l TiR97 AR YT
B P BE A VAT Y RE S X TLR4/NF-KB {5 5 1%
PR AERIRIRCR A T I RTRT T SR AL TR 1A

Zi LT, Sl T A AR R YT B S
P RAE KL AR, & 15O D RE G D RECR B 1
HAE ] 68 5987 TLR4/NF-kB $5hrA %,

5%

[1]  Morgan RW, Kirschen MP, Kilbaugh TJ, et al. Pediatric In-
Hospital Cardiac Arrest and Cardiopulmonary Resuscitation in
the United States: A Review [J]. JAMA Pediatr, 2021, 175
(3):293-302.

[2]  SoarJ, Becker LB, Berg KM, et al. Cardiopulmonary resus-
citation in special circumstances [J]. Lancet, 2021, 398
(10307) : 1257-1268.

(3] REN ATE . SRl T IR G L AT T R AR IR
MAEARSERYBER 1T ], PRI, 2021,41(1):88-91.

(4] Hfh, BB ERE ORE LIRSS G & AR T E A
PR 405 B9 SZE 31 7 8 Rt S AN SN B sl [0 ). )1 b B
B, 2022,37(5) :638-641. (F4% 88 )
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. a
.’I,/a 3 e

) 2 HREIBE - v 26 18 B R i e i g 2 B R T
PONE T IHE S cTnT 550w

IHB wRxXEs' FiHE' THER?

(& E] B8 SHriromim & 4 b sk A i i 15 Hroek 4E R M5 BT (MHD ) 885 R AE |
B Uitig XGOS & A T(cTo TS, FiE BEHR 2021 48 1 H % 2023 4 1 7 #11 A REBE BEcia i
98 {4l #E4T MHD & AE W50 52, I AN 5] 96 9T J5 585 1838 43 U9 4 (n=49) X BRZH (n=49) .
FJLrfoxt IR L0 28 T 5 Rl B AT IR YT, ISR AL 45 T R W AR e A =38 i B TR L I SRIT 3 N T .
R WIHALIBIT R GRIT S 1A G753 4 H MM E 45 8 L RAE K F (CRP.IL-6 .PCT) ¥ I i (Scr .
BUN) & cTnT /K LA R R R, SR WAEIT 1A 34 A MM 45 . # .CRP.IL-6 .
PCT .Scr .BUN ,c¢TnT K- FIRY7 RS, 22 5 BA G5 L (P<0.05) s 5 G r 1N H 3 AR
1ML 45 % .CRP . IL-6 .PCT .Scr .BUN , cTnT7J<¥iiW|:?XTE€éE FR ﬂjﬂﬁ%ﬁ SL<P<0 05)-%@
AN KRN B R, 25 5 TG4 L (=0.089, P>0.05) , 41 ﬁixﬁaﬂﬁﬁhﬁﬁﬂf AT

AERE [ AIE MHD S 1 R AR EAI%‘;%‘IJJHBE@E&UWMm
(XA SRR BT ; BRIER )RR Tl AT s B Ehfe

Effects of sevelamer combined with high-throughput dialysis on microinflammation, renal
function and cTnT in maintenance hemodialysis patients

WANG Qunou'*, WAN Jiakui', LI Jinyu', WANG Daohong®

(1. Department of Hemodialysis, Huangshan People’s Hospital, Huangshan, Anhui, China, 245000; 2. De-
partment of Nuclear Medicine, Huangshan People’s Hospital , Huangshan, Anhui, China, 245000)

[ABSTRACT] Objective To analyze the effects of sevelamer carbonate combined with high-through-
put dialysis on microinflammation, renal function and cardiac troponin T (¢TnT) in maintenance hemodialysis
(MHD ) patients. Methods 98 cases of MHD patients admitted to Huangshan People’s Hospital from January
2021 to January 2023 were selected as the study objects, and the patients were divided into the study group
(n=49) and the control group (n=49) according to different treatment regimens. The control group was given
conventional dialysis treatment, and the study group was given sevelamer carbonate combined with high -
throughput dialysis treatment for 3 months. The levels of serum calcium, phosphorus, inflammatory factors
(CRP, IL-6, PCT), renal function (Scr, BUN) and c¢TnT were compared between the two groups before
treatment, 1 month after treatment and 3 months after treatment. The incidence of adverse reactions was com-
pared between the two groups. Results The levels of serum calcium, phosphorus, CRP, IL-6, PCT, Scr,
BUN and c¢TnT in 2 groups after 1 month and 3 months of treatment were better than before treatment, and the
differences were statistically significant (P<0.05). The levels of serum calcium, phosphorus, CRP, IL-6,
PCT, Scr, BUN and cTnT in the study group after 1 month and 3 months of treatment were better than those

in the control group, and the differences were statistically significant (P<0.05). There was no significant dif-

AER B ZBE T A REHFR B (AHW]20215029)

A 1L L TARER T WA, 240, 5.0 245000
2.3 AR ERAE B4, 28, %0 245000

YEAEEHE  ZAR | E-mail : xxs11584371@163.com
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ference in the incidence of adverse reactions between the two groups (%°=0.089, P>0.05). Conclusion

Sevelamer carbonate combined with high-throughput dialysis can reduce microinflammatory status, improve re-

nal function and reduce myocardial injury in MHD patients.

[KEY WORDS] Maintenance hemodialysis; Sevelamer carbonate; High throughput dialysis; Microin-

flammation ; Renal function

Y 5 VE 1B AT (Maintenance hemodialysis,
MHD ) J& — B AT M52 A 96 97 2 A0 5
BE M, R O s 00 B T R, ik 46
A AR B A TG BT R . MHD B I D EE
PSRN EER ALY B R S A YR
BT, R AL B R AN R e, 5 R 2 9 0E K
T RO B WIEAE , S BOUA E B R i IR
A BRIR R AE NI RE A PR AIL MHD S8 25 AP 1l
5 REZE A A5 A WD AN RO A SR A T
X T 2035 MHD S5 VR A9 5 8 B B A B0
AIRCR ™ TR R, il B E AT RV RN 1
B W)L, L BEHE M P R o I e B8 =
BHTRCHE HARSE U820 MHD £ 35 7K N B9 73 Z W 5
LR AR AT I 80375 AT B8 A PN 1) B 8 IR
A GRS E ST DR U A O LR A
FEARACE T & O ILILES 2 11 T (Cardiac tropo-
nin T, ¢TnT) GBS BEHLIA.O LB FE AL . A
BF 58 3 4R 1] w 4E i BRI i e 3 B 6 MHD
BERAE T YI8E S cTnT 520, Ml K12 iA #
HESHE I,

1 ABEHE

1.1 RS

PEHL 2021 4£1 H % 2023 4E 1 H #1liii AR E
B S IA 1Y 98 1 3#E 4T MHD i /E W BF5E 6F 4, 1R
AR G TT T 280 FB A S LR 9 2H FOG) RE 20 45
49 1), HoABIF ST 4L v 31 ), Lok 18 ] 5 SR 4R
1 (53.46+9.37) %/ ; i%5 A1 i (] °F- 3% (95.47+14.88)
H oo XF B4 5% 30 6, £t 19 6 5 F ¥4 %
(54.79+9.83) % ; 7 My I [H] °F- 44 (94.13+14.57) H .
WA — R BERE b 38 25 S e g 12 3 L (P>0.05)
HA T, % B g A bR i . O 8K #: % MHD
B[] =3 4F, 1% F2 5 @G I i A 25 SRE
@ B HHLZR B R E o 9 6 HE 5 A A .
O & HAEAEBEMIE s @A I A AE ™ F0 14
P 5 )X A B T8 AH & 25 W ik BN 1S
AT CARATRA BEAC TR ZE T A%

1.2 WRIT AL

X IR AT R R M G AT IR T L AN g R
4008S [fil. ¥ 37 AT ML . FTHPS G H 58 00 1K 5 M 2%
(2709 F 7 ) FRESENIUS 72 ) ) , i85 H7 Ji5 1 £5 >
1.6 m*, #H3E R EH 16 mL/(h-mmHg) ., & F K45
W R S ER B T, B BT AL B 12 A 500 mL/min,
B H 2 i ik PR AR Ry Il A A IO R
220~260 mL/min, & H 305 JE 3K, BIK 4 h,
Frek3 A,

TIF 5% 20 Sy v 38 2 00 Y085 B 3K 1 AR T ) 24
Ll R I6TT o AN A% R FH 40088 IfiL 7 1% #7 HIL . FX80
o i 35 M Ay (3404 T 7% [/ FRESENIUS 23 #] ),
i%5 B I AL 1.8 m?, E E R BN 59 mL/(h -
mmHg) . PEAMREGRRAER S AR BT, 17 TR 1
2 500 mL/min , 36 BB i K YRR Sy il 4 i
L3 1% BN 220~260 mL/min, 3% M4 3R by 4 &
3B AW R34 H o Al 4ERI I (A% £ 0.8 gx
30 Fr/& s e SCS [ 25 1 S 1201301605 ) 4K
FEuAE (WMD) il 254 PR AR HE S RIK 0.8 g,
R 3R, R D IREFZE3 M H .

LRSI IR =7 7 ivalll]

SRAEWIA B IR YT RIS B FR KL 3 mL, 7F 4C
FLL 3 500 t/min #E 17 &0 15 min (B0 242 10
em) , WA F 2T BCE A 4~8CIRIR A B h - 171
Ko AL #848 F 01 Bt BS2800M 4> B 3h 4= 1L 70 BT 4L,
G0 1 355 RR S BT T 5 SR FH AR L A T 1
8 C J2 )i £ 1 (C-reactive protein, CRP) ; 5% FH i
B 58 W7 o3 G 0 L3 1 400 A % -6 (interleukin-6,
TL-6) ; 5K FH %€ 6 Hn 728 3 K6 I 1AL 775 B 5 2% 5L (Procal -
citonin, PCT) 5 2% FH JIC S O 458 32 45 I it ¥65 1t JUL 7
(Serum creatinine, Scr) . JK % % (blood urea nitro-
gen, BUN) ; >k 9098 b 27 & 6 K U 1L 7 cTnT
AP AR PR & (i B A D R A R A R
Ui B A5 52 BRI
1.4 GiteFrik

fifi 11 SPSS 22.0 4t 11 2% 8 A4 3 47 8098 7 #r
A IES A BT R (3 £5) 3R AT A
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A KB 5 BRI n(%) TR 4T 2R, DL P<
0.05 BAREFAGIFE XL,

B TR AT, AP AL T X% R4,

Gitle s L (P<0.05), WF#E1,
2.2 WHIRYT RIS OIS J0E I T /K S i

ZRYHEA

2 HE Ay R
PIALIRIT A 1A H 34 H i yE CRP L IL-6
2.1 PHZLIRYTHT S A IS 55 B KO L PCT /K-F- S TIR Y7, BT A KT X0 iR 4
AR IR LA 3 A BIMES Bk 2R EAESIFEE X (P<0.05), WW#E2,
R1 WEBTFEIRENMES BKELE (F2s)
Table 1 Comparison of serum calcium and phosphorus levels before and after treatment between the two groups (x+s)
- 45 (mmol/L ) % (mmol/L )
Z n : o : - oo ; — o =
! TRITHT WIrE 11 H BITIE 3 TRYTHT wWIrE 1A HITIE 3 H
WFFT el 49 2.05+0.14 2.12+0.17* 2.21+0.19° 2.31+0.21 2.01+0.18" 1.87+0.16"
X HE 4] 49 2.06x0.16 2.22+0.19" 2.35+0.21° 2.29+0.22 2.19+0.20° 2.11x0.19°
tE 0.329 2.746 3.213 0.460 4.683 6.763
Pl 0.743 0.007 0.002 0.646 <0.001 <0.001

1 SRR L, °P<0.05,

F2 WMARTAIREHMLERERFKFILE (x+s)
Table 2 Comparison of serum inflammatory factors before
and after treatment between the two groups (x +s)

WH5ELH XJ HEZH
(n=49)  (n=to) 'MH P
29.23£5.42 29.76+5.27 0.491 0.625
24.23+4.47" 27.63+£4.68" 3.678 <0.001
21.36+4.33" 25.79+4.46" 4.931 <0.001
37.59+£6.63 37.83+6.74 0.178 0.859
31.63+5.97" 35.12+6.36" 2.801 0.006
28.79+5.23" 33.47+6.02" 4.108 <0.001
0.93+0.26  0.96+0.23 0.605 0.547
WIFE1AH  0.76+022°  0.87x0.21° 2.532 0.013
HWIFE 3 H 0.68£0.17 0.78+0.20° 2.934 0.004

W SRR AT, *P<0.05,

2.3 WULIGIT AT A WL Scr .JBUN 5 ¢TnT 7K

R
WARITFE 1A 34 A B Mg Ser.

BUN . ¢TnT 7K V- ¥ T 36 97 A , H 4F 58 41 11K

S

TRIT R
IR 1A A
T IE 34

IBITHT
BITIE 1A H
AT 31

BT HT

CRP(mg/L)

IL-6(ng/L)

PCT(pg/L)

FTXRRA, 258 HA %28 L (P<0.05)
W3,
2.4 WA R A RIS

WA BN R AR 2 R LG A
X(P>0.05), WE4,

R3 WHEBFFHIERMLTE Scr.BUN 5 cTnT 7K EEE: (x +5)
Table 3 The levels of serum Scr, BUN and ¢TnT before

and after treatment were compared between the two groups

(x+s)
73 4] i BB 4]
% ik PEA e

Scr(wmol/L)

JRITHT 787.63+39.87 791.12+41.36 0425 0.672

HITIRE 14H 701.67+36.39" 753.36x37.42° 6.972 <0.001

VEWITIE 3 643.64+32.58°  716.36£33.47° 10.898 <0.001

VRITHT 16.28+2.47 16.39+2.51 0219 0.827
BUN (mmol/L)

BT A 1A A 14.18+2.36" 15.3742.43° 2459 0.016

WRIFIE 3 H 13.07+2.23° 14.39+2.38°  2.833  0.006

JRITHT 1.23+0.19 1.27+021 0989 0.325
cTnT(pg/L)

BWIT A 1A 1.09+0.16" 1.19+0.18°  2.907 0.005

IR 3 A 0.98+0.13" 1.12+0.16°  4.754 <0.001

1 5 AR RTA G, °P<0.05,

3 Wik

i A b 36 2 AR S0 o S8 1) SR 2R T IR
#EAT MHD 235 5 DI RE , i R F B o X4
AR TIESE R W], MHD B 0 22 i e v
WAy 2 R G0 5 2 4 5 R s MR B 4, 4520

R4 WATRREEERILE (n(%) ]

Table 4 Comparison of the incidence of adverse reactions between the two groups [(n(%)]

21 n 43RS TR i A NS [ENIINAS &t
Wl 49 2(4.08) 2(4.08) 1(2.04) 1(2.04) 1(2.04) 7(14.28)
X 41 49 1(2.04) 2(4.08) 1(2.04) 1(2.04) 1(2.04) 6(12.24)

2 1H 0.089

P 0.766
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A W 25355 3 7 AR TR B B 90 SO, N B AR S
PIETE o AL S ESEEE T, MHD (B35 2R A A
[) 2 85 ()0 7R 28, fh O D e v 5 | 1)
AR ZE L5 0 M55 45 Ak 2 5 20 MHD 235 B0
MAEFN EZREA

e 88 T 375 AT 2 SR FH O I -5 I D B 9 o i
oI A H B R A PR A R
U WK D723 1 5 e, R D8 AR BORN 0
RE SR T LM BGE T o Sy MESE 5T, &
i B T R A R I BR R TR L RS
M35 MHD f8 35 5 9 S R A DA R IR 3 00 45 0o i,
B faR R s ORI EE . 7 SCRAE
WFFEFE o 3 BT BB A% D2 12 M e ol BB AR Y
(1) 99 BN, B AR AL T 28 M R AKOF T e A
ROE BRI P Y Ser BUN 45/ Ny T I, e i
METIfe. R &R RV, &l s i AR
g BF I8 9 /> MIHD F8 5 19 IS s 107 5 56 RE I B, e
LWIOREAIRAS , T ELREASIE RO A A R A 2455
BER WO LA AR50 . AR R BUR
PIZHAEIRIT 1A H K 3 AN H G i 5 (B .CRP.,
IL-6 .PCT.Scr.BUN . cTnT /K0 FI6I7 AT, #2
71~ e A E M RS R IS | ML , 203 MHD B
RN IE RS E DR 5O LA A5 475 -

T I i) A or 10 2 5 A 22> B R G5 A8 R B 4
A0, TR RN IR IR , REAS i I B 2
e 1 )5 X R IR 7+ 45 6 O B2 HE Y, A
R ATRATL AR 1 I AP, 20 A B0 I = 2 1Y
KA MR TR IR ER ) 4E B AN
1 RE % B {2 P AR MHD £8 35 %) 1l /K S, 30361 e
LG VT BB EE G B A T AR R W T, B
RS R R B . I B AR 5T R, ik IR W 4
FLIEASAN AT DA 14 B ) R o gy R85 A PR 199 1
KV I 4Edr A5 R , A A0 B DhRe , i HL g
% I 0L AR AE PR 2K 1 T R TR E R
Ao AWFREER YR, FRAERIT 1 H K34
H J5 i IfiLi% CRP . IL-6 ,PCT . Scr,BUN /K- F
X HEA, P27 ik TR ) 24 o WG A5 e A o 3 BT 6 T
e MHD (835 7R N T2 e RS 5 B Th BRI RICR
hF o BRGSO AE AN RS B R Y
MO MHD 835 590 I 25 74 5 T g B A B 2
SO PR B VR B A AT R RE 8 A TR AR IR S
P40 WLAH AR, R AR AL AR i 38 O LB 43 b 2 9 1
IV, 325 B ask 78 v R 12 %% D0 0T 0l 4 | i K

o AWFFELUR BN, IPFEAAER Y 1A &34
HE BTG ES B . cToT ACE L TX IRZH . BRIR
208 BB % [ AL MHD S8 35 P4 14 1 55 5 1 ol
KA DR LA B AL, A A T EGE MHD B Y
Y1 I T T Al N S SO TS = 8
AT AP AR WK MR RN R A A L
BTG S, % MHD 5 (il IRk 2 w) 4 7
WG IF A WL 25 WA RN, Begg R4
2y 22k

L LR , w2 AR v G R A RE S [
AR 2 A5 1 LR 38 AT R R PN Y Bl S E R A
P DIRE 5 080 LT, HL A W A R
IO, FH 22 Ve R

SEZ 3k
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M3 miR-379 . miR-195 . Gas6 /K- F- WIS I AMI i
Arrbi P

Eaewer  Me dfEF FMER

[ ZE] BB P RNA-379 (miR-379) W/ RNA-195 (miR-195) Az K45 i 4% S e 4
1 6(Gas6 ) 7K T I AE 200 DU A8 (AMD) S35 i R AN . ik BEER 2021 4F 5 & 2022 4F
7 H T EAERREM R AT 20 R B B O N BHE BETR YT Y 265 Bl 730 AMI AL (n=127) F1HE AMI
4 (n=138) , PHLF ] 120 44 il HERA & I XT84 . oA = 4 AL AY I 2K miR-379 \miR-195 ik bt
% Gas6 7K ; 5% H Pearson AH2¢ 2 £ 531 AMI 835 AL ) 1M 2% Gas6 7K F-5 miR-379 . miR-195 F ik it
MR 5 R 2308 T4 (ROC) 23 B A AL 1) 112 Gas6 /K & miR-379 .miR-195 &3k & Xf 71
AMI 2Bl . SR —H AHRA I miR-379 .miR-195 . Gas6 7K WL 22 B A B it 3 L (P<
0.05) ; I3 miR-379 /K- L4 - AMI 21 <3l AMI ZH <% I 2H , miR-195 . Gas6 /K- L4 : AMI 2H>3F: AMI 44>
MR, 254 G L (P<0.05) . Pearson #H¢ R E BT 7R , Gas6 5 miR-379 7K 12 7 AH ¢ (P<
0.05) , 5 miR-195 /K F-EIEA I (P<0.05) . ROC 455 IR, 3% miR-379 .miR-195 .Gas6 7K V- Biiis i i
AMI BA — & R PR (AUC=0.808,0.718,0.752) , = H B AL W BE AL (AUC=0.879) . it M3
miR-379 .miR-195 ,Gas6 /K T-#E AMI R h 5 ik, =484n il VE b AMI BRI S %1645

(X8R MM/ RNA-379; /N RNA-195; A KAZM R IEE A 65 Ao UL

Application value of early detection of plasma miR - 379, miR - 195 and Gas6 levels in
patients with AMI

CUI Yaxuan™, CHEN Xu, LIU Qian, SUN Jiale

(Department of Emergency, Beijing Shijitan Hospital Affiliated to Capital Medical University , Beijing, Chi-
na, 100038)

[ABSTRACT] Objective To analyze the application value of early detection of plasma microRNA -
379 (miR-379), microRNA-195 (miR-195) and growth arrest specific protein 6 (Gas6) levels in patients with
acute myocardial infarction (AMI). Methods 265 patients who were hospitalized in the Department of Cardi-
ology, Beijing Shijitan Hospital Affiliated to Capital Medical University were selected between May 2021 and
July 2022, and were classified into the AMI group (n=127) and the non- AMI group (n=138). 120 healthy
subjects with physical examination during the same period were selected as the control group. The expression
levels of plasma miR-379 and miR-195 and Gas6 at admission were compared among the three groups. Pearson
correlation coefficient analysis was used to analyze the relationship between plasma Gas6 level and expression
levels of miR-379 and miR-195 in patients with AMI at admission. The diagnostic value of plasma Gas6 level
and expression levels of miR-379 and miR-195 at admission on early AMI was analyzed by the receiver operat-
ing characteristic curve (ROC). Results There were statistically significant differences in the plasma levels
of miR-379, miR-195, and Gas6 among the three groups at enrollment (P<0.05). Comparison of plasma miR-379
levels: AMI group <non-AMI group <control group (P<0.05). Comparison of miR-195 and Gas6 levels: AMI
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group > non-AMI group > control group (P<0.05). Pearson correlation coefficient analysis showed that Gas6 was
negatively correlated with the level of miR-379 (P<0.05) and positively correlated with the level of miR-195 (P<
0.05). The ROC results showed that plasma miR-379, miR-195 and Gas6 alone had certain limitations in diagnos-
ing early AMI (AUC=0.808, 0.718 and 0.752), and the combination of the three had better efficiency (AUC=

0.879). Conclusion The levels of plasma miR-379, miR-195 and Gas6 are abnormally expressed in patients with

AMI, and these three indicators can be used as reference indicators for the early diagnosis of AMI.

[KEY WORDS]

myocardial infarction

Z P 0 L #E SE (acute myocardial infarction,
AMI) 2 — P el e AR 20 ik 20 il 4 5 | A 8 Lk
IR, R R AL 5 4, 5 e R 3l ik ok A
b LV RS LR MO A R R ERR 2
W K% 1 iz S R A8 A0 WL 47 B el A TS 1Y
EEIA A RAT R 8 6 (growth arrest-
specific gene 6, Gas6) J& 73 WA B 4 A= K K 25
H, 2 545 i G g RE K e s R4
TN o 2 P A LT Gas6 /KF-5 AMI
KAERIEME, oS AMI R B2 K. o
RNA (micro RNA , miRNA) 1 Jg—F P ¥ A0 I E 4
ity RNA J7iZ AR 76 T B A A b, JEnT 50 ) 25 &
mRNA , BH B 8 (1 JE PR 323k o BRI 48
7~ miRNA 7E 2 FC i 38 % o 2R 08 20 B/
RNA-195(miR-195) J& T miR-15/16/195/497 K Ji%
A miR-195 i T4 17p Jeafk b LRI ps3,
IR T AR 28 SRS . Tl RNA-379
(miR-379) 42 M. A\ 14¢32.31 |- MIR379 {i7 5 5% S5 fij
K —Fp miRNA , H AR B 2 5 2 FhO0% 2% e 1
HERES S BRI K 2 T LK miR-379 . miR-195 .
Gas6 /KF-XF AMI 1) R W12 Wi IR 75 58 2 90k 52
£, AWFFOR AT 43 HT 2K miR-379 .miR-195,Gas6
AP EUIRHINTE AMIEE AR HIBHE , USEAIG IR
B AMI FBTIIES PR SR S e HGE I T

1 AHESHE

1.1 W4

PEEL 2021 4F 5 5 2022 4F 7 H F AR ERL K2
B I8 A T 20 3 B e 0 PR BE 97 11 265 151
L Ho 127 6] AMI 83 (G045 ST Bedhm Mk ST
Bt m my AMI) 3 AMI 4H ;5 8 4% 138 il 9 AMI
B (L FROERH LONLR o MO 80 L =i
JE) B AE AMI 41 5 356 B[R] 1] 120 44 fd FE (AR 2
BRI . W ABRIE : DAMI A B E /A (Gt
SRR G AE 22 YT HR R ) TP s Wb, B

Plasma microRNA-379; MicroRNA-195; Growth arrest specific protein 6; Acute

K AMI, K55 i} [ <24 h; @Xf B 41 57 3835 TC 0 il
AN s QT A 2 H RS A, 2B A
T FE A o HEBRbRiE : O Z W IRYT IR 3l
k28 e A AIRT7 3 Qi FLEUE IR A 2 ; @4 JF
R A S MR GEPAR  H B e Mg S
I REAS 2 SOGAE IR ¥ s @A BEHT 14> H IR A B¢
YA I ARG . AP IEAT G
IR NI ], 28 R B AR 33 51 25kt
1.2 ik

1.2.1 JEABORhER

>R FH RS B 0 BF 50, WO B AMILZH  AFE AMIT 4 A
B i BE 2 GERE X B4 B2 Bkt LG M AR I
B PR 5 i 48 24 (body mass index , BMI) |, W 5 5 |
QL NS & Y S TR (ks Qe = WA S S O &
41 2 51 %% ( white blood cell count, WBC) . i JiH [
I (total cholesterol, TC) X %5 & Jig 25 11 IH & i
(low-density lipoprotein cholesterol, LDL-C) . 5 %
& i A5 1 AH [5 B (high-density lipoprotein cholester-
ol, HDL-C) . /20> % 5 1M 43 %4 (1eft ventricular ejec-
tion fraction , LVEF) 7K.

1.2.2  MLEFEAS B R AR SAH CHE AR K- D

4E AMI 2 J AMI 4 5835 B A 20 5 25 1
Jik 1L 5 mL, %F B 40 A7 383 B B RS > H I RSN A
#kif. 5 mL, B T EDTA-2Na Hi#E% ,4CF 3 500
r/min .0 5 min, &0 42 10 cm, 435 0L 3K,
T=80C VKA R-AE 5 H]

K mini- VIDAS 4 [ 3l 5 2 98 5t B b5 AL LA
ELISA 7461 1fiL ¢ Gas6 7K F-, AH G370 &0 R
SEAEY) R S R AR A IR R SRR R

SR S I 256 D o it 3R G il B X S B (quantita-
tive real-time polymerase chain reaction, qRT-PCR)
I 2 I 3% miR-379 . miR-195 HY A X 2 35 &« % A
miRNeasy Mini kit i 57 & £2 Uil 3% 5 RNA, DL SE
NanoDrop2000 # 34 & 43 6% BE 114 Il RNA ¥
FERN2E R R B sk i) & ( H A TaKaRa) 6 B
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cDNA, Fit #i] 10 wL PCR JZ B & & o R HH 55 [#
BioRad qRT-PCR {17 PCR 3 44 , 3 45 M
o iR qRT-PCR W il S H OG5 1 ) Hh 22 26 42 40)
B (L) ey A FRA R L. DL U NS5
K 244 85 miR-379 .miR-195 1Y) mRNA A
XfRKE, GIWFSINE L,
&1 RT-PCR3I¥FFIR
Table 1 RT-PCR primer sequence

N4 P eIkl
U6-F 5'-CGCTTCGGCAGCACATATACCTA-3’
U6-R 5'-CGCTTCACGAATTTGCGTGTCA-3'
miR-379-F 5'-TGGTAGACTATGGAACGTAGG-3’
miR-379-R 5'-GCGAGCACAGAATTAATACGAC-3'
miR-195-F 5'-GATAGCAGCACAGCAATATTAGC-3'
miR-195-R 5'-CAGTCCGTGTCGTAGAGT-3'

T FFRRIER 51905 R Fm S 519

1.3 WEHE R

O # AMI 4 A AMI 20 % fR 20 = 40 374
F OG0 3% miR-379 . miR-195 W % ik &
K Gas6 /K F 5 @43 B AMI 3 1fiL 3% miR-379 .
miR-195 . Gas6 /K- I AH I s @431 AMI R E A
ZH B Y 1ML 3% Gas6 . miR-379 . miR-195 7K - X 5. 14
AMI (2 Wi (B o miR-379 .miR-195 . Gas6 J£ 512
Wi AMIARIE : 24 = AR AR R 2 B AMI FH M
WU 5 S AMI BHPE
1.4 Giit=#obr

& SPSS 20.0 e 84T E g b 3, T o
TERLLA (x+5) Fon , 241 HLECR BN R 7 2246
5, ik — 2D 2H 8] O BOR ] g K50 T BBk LA LA
n(%) Ko, K 7 K55 ; & H Pearson AH G PE 2%k
I3 BT AMI 4 A 4 15} 1M 3% Gas6 7K F 5 miR-379 .
miR-195 323k 5 19 & 2 5 VAVRBUREE A A AL b, 1-45
S E N AR bR, 22 12K Gas6 K5 miR-379 .
miR-195 Fik % B AMIIZ B 19 ROC £k,
& M2 R mifH (area under curve, AUC) MW
{E(Cut-off i) ; LA P<0.05 FRZF A GIH#E L.

2 &R

21 HIILERFFE AR

AMI 4 3F AMI 21 2 % B8 2] 5738 & AR 6 v
S BMI L RIE S WA 52 TC /K- \HDL-C /K- [
BES T2 L (P>0.05) ; AMI 41 % 3E AMI
YA 1B DR B s IR B L 25 7 R Ge i
X (P>0.05) ; =41 WBC i %t .LDL-C /K ¥ .LVEF

HHBRERAGI2AE L (P<0.05), W2,
R2 ZHEEZERIE (n(%), (x+s)]

Table 2 Comparison of baseline data among the three groups

[f’l(%) s (Eis)]
AMI4 A AMI 4L

Xf IR 21

Hibs (n=127147U)(n=138WIJ)(rz:lzom)F/[ﬁ PiA
PESICBEE)  86(67.72) 91(65.94) 68(56.67) 3.750 0.153
(%) 60.33+4.62 61.02+5.10 59.64+7.21 1.880 0.154
BMI(kg/m®)  23.20+2.08 22.97+1.63 23.02+2.15 0.497 0.609
AR S 10(7.87) 19(13.77) 13(10.83) 2.365 0.307
R 8 20(15.75) 31(22.46) 15(12.50) 4.746 0.093
B IR IR 22(17.32) 26(18.84) 0.103 0.749
= ML 43(33.86) 52(37.68) 0.420 0.517

WBC(X10°4~/L) 9.38+1.14 6.77+1.02 5.63+0.75 472.179<0.001
TC(mmol/L)  4.02+0.68 3.87+0.52 3.86x0.54 3.000 0.015
LDL-C(mmol/L) 2.28+0.33 2.19+0.37 1.1420.25 474.863<0.001
HDL-C(mmol/L) 0.87+0.12 0.89+£0.10 0.91+0.17 2.848 0.059
LVEF(%) 45.63+4.05 48.26x3.59 59.32+4.27 413.534<0.001

2.2 =H AHM Y miR-379 . miR-195 , Gas6 7K
g

AMI 4 AE AMI 4 Je %F B8 40 A 41 15 i) ofn, 3%
miR-379 .miR-195 Gas6 /K- b 22 A Gii 2+ X
(P<0.05) ;miR-379 /K- L4 : AMI ZH<3F AMI ZH <%
HEZH , miR-195 .Gas6 /K- L 44 : AMI 21 >3): AMI 41>
PR, 22 A Gt L(P<0.05) . W3 3,

F3 ZHENBRINIE miR-379, miR-195.Gas6 7K FLLER (X +s)
Table 3 Comparison of plasma miR-379, miR-195 and Gas6

levels at admission among the three groups (x+s)

ay RS mRDS G
X R X R (pg/l)
AMI 41 127 0.83x0.17"  3.08+£0.47"  17.35+2.64"
JEAMIZH 138 1.05+0.21° 2.63+0.51° 13.96+2.23"
X HE 20 120 1.54+0.28 1.12+0.35 10.82+2.10
F1E 326.344 634.736 241.485
P1E <0.001 <0.001 <0.001

X IRAL Heds, 'P<0.05 5 5 AMI 4] HL 4, "P<0.05,

2.3  AMI 4 A4IAT Il 3% Gas6 . miR-379 . miR-195
TR 1R 2 2

Pearson #H ¢ R X0 M1 B8 , AMI 4 3 A 4]
i B 1L Gas6 7K F 5 miR-379 /K5 1 AH 56 (r=—
0.317, P=0.019) , 5 miR-195 7K V- 2 1F #1 5¢ (r=
0.235,P=0.039) ,
2.4 H& ANAWHN S Gase . miR-379 ,miR-195 7K
S AMI 932 (.

DA ZH B5F Y 1% miR-379 . miR-195 . Gas6 7K
oM RIS AR e, DAL AMI R 1 D0 RS AR & )
RS 1, 2% ROC i £k, 45 3R WK i 3¢

N S
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miR-379 .miR-195 .Gas6 /KB iz W B 1] AMI (1
B hE (AUC=0.808.0.718 .0.752) L T = H B 512
(AUC=0.879), W&4 K1,

F4  NARIR Gas6.miR-379 ,miR-195 7K T3 B HA
AMI K2 H 7 1E
Table 4 Diagnostic value of plasma Gas6, miR-379 and
miR-195 levels at admission on early AMI
f8b7  AUC SEfH Cut-offff BURE FFE  95% CI
miR-379 0.808 0.027 0.95 0.803  0.688 0.756~0.860

miR-195 0.718 0.031 2.81 0.693  0.667 0.657~0.779
Gas6  0.752 0.030 16.11 pg/L 0.682 0.826 0.693~0.811

BA12H 0.879 0.021 0.625 0.935 0.837~0.921
1.0
A
0.8 mir379
mirl95
0.6 GAS6
1 AW
B o4 SHL

0.2

0 02 04 06 08 10
-4 S

B 1 ROC HiZE

Figure 1 ROC curves

3 itig

AMI R , o, 2 ROA AN S mT 5 1 & AR
O SRR BT AT R R R B  ERE
JE AMI B TS 25 5700 &, R 5] TRl A
BUPRRARYT AR . BURARE T nT N AMI FAH2 W
A E bR S A S e R 2 R AL [ S E A B2 05 . Gas6
Al 2 5 Y0 A T R 3 DA R R RE N 3
T P58 I, Gas6 5.0 ML AY & A8 R Jie 2
YIAH G, FOoK AR Ak 0T 684 Bl 1 0 B 2835 156 o
miRNA 43 22 DT IR , 7] 38 3 22 38 FE PR A 4 i)
J mRNA (1) B it e ¥ 5L R DU BRAE FH o 98 2 8K,
miRNA AU PR O NE R B MO IVER , 82 5.0
JIE 2 55 14932 W B s VA . AR SEE B, i 3K
miR-379 .miR-195 Gas6 "5 F AMI {5 40112 W7

A Y R R W T R A, o B0 N R B R
I7 IR 4 AMI A K AE AMI AL, 55 BRUEE e AR
O IR 25 S B OR = 4 AL miR-379 JKAF L
5. AMI 4l <dE AMI 41 <X BB 4 ; miR-195 . Gas6 7K
LA . AMI 20 >3 AMI 20> % JB 20 o 457 1 3¢
miR-379 . miR - 195, Gas6 /KF- 5 AMI k& 4= & B A
K, Caldentey 25" DA 227 4] ST Bt 46 =1 .0 JLAE AE

(ST-segment elevation myocardial infarction,STEMI )

BRI, R LR S5 1 I3 P PE AXL
(soluble Axl, SAXL) & Gas6 /K F 01 & I}, 35 W
Gas6-AXL R4/ STEMI 5 2 D Hfl . B
22 S RIS ) % B, AMI H 25 12 28 1 S IR 30 ik A
MNIBIT ARG B 1M 2¢ Gas6 /KF-1H i 715, Gas6 A]
AEIE A I8 19 SAE [ S5 AMI 4 KR B kA A
RITARSE R EL R . A HAEFR, miR-379 W AE R
BT MI B FCHTHE A5, miR-379 W] 38 3 5 i e 3R 5
K F-a-175 5 85 [ 8 (tumor necrosis factor-o induced
protein 8, TNFAIP8) %% 4 1 i 40 i #% X T (nuclear
factor kappa-B , NF-«B ) {5 5 % , B AICo JIL4H e 04
T, MRy OIRe ™ s A SE UM, miR-195 7]
il ot % Ak A K A 7 - B1 (transforming growth
factor beta 1, TGF-B1)/Smad 155 5 18 #& € ¥E MI K
FLO LR 4EAL ™, S A B 58 P2 I B8 S0 FF . A
WF 538 55 37— 2520 B 2 B, AMIL2H FR 3% 1L 3¢ Gas6
5 miR-379 2 A 5%, 5 miR-195 /KF 5 IE A ¢,
HE— 2L miR-379 .miR-195 %5 17 AMI & i it
. ROC M5 BoR , M3 miR-379 .miR-195
Gas6 /K F Bl 12 W7 3 AMI B — 2 J5 BR %
(AUC=0.808.0.718.0.752) , =& BE &L Wi 3% fig
e (AUC=0.879) , % B miR-379 .miR-195 ., Gas6
= HBEATE AMI R 2 W b oA — 2 i
8o XKLL 48 Y, Gas6 T & AMI & A= il g
SLIERE R R, HA2 W AMI ) AUC i 0.878, 5KIUAE
R I B AMI SR M B[] 9 2E K, JFE it 2R
miR-195 7K - 2 F & #a 3, miR- 195 12 W AMI 1Y
AUC 5 0.940, & A W5 R U], miR-379 5 AMI &
# CK-MB . CTn-1 £ i #H5¢, ROC 12 Wi 7 AMI 119
AUC 5 0.751" . ERFFEH AUC {5 A 55 45
WARTE—E A, I RESZAEA 1 sl B2

ZE BRI 5 R X IR 2 K R e MR AMI 41
AR AR, AMI 4L B3 1Y I HK miR-195 . Gas6 7K
5 TR miR-379 KPS AR, =38 bl 4
T AMI B HHHIZ

&% 3k

[1] Gong FF, Vaitenas I, Malaisrie SC, et al. Mechanical Com-
plications of Acute Myocardial Infarction: A Review [J].JA-
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MLi% IncRNA p21 &3k 7K V-5 PCLIEYY @ P O JILRE bR
ESIIRISESS

Ex F4 FHF RLL EKHR

e

[(# ZE] BH WIS IncRNA p21 FikK -5 2 B2 5@ R 3 ik AR (PCD IR YT Stk O U AE
BEWGHCR, Fik 20184 1 A = 2020 4F 12 A 7R BHE o E BEUGHA A9 102 6] PCLIGR YT A9 20k
OWUFE R B ARG 1 AR A4S 20k A 35 08 PE (@ BRI 43 (APACHE- 1T ) ¥ /835 4y il e B 4721
TG AN R, WG BRI 72 0, U5 AS 240 30 i, HRA w4 s M) L B AR B i 38 2 (BMID) 3 I &
S P Il PR WEORE, L% 7 2 A B I LA 2K 1 (cTnl ) | JULER 3416 [ T B ( CK-MB ) 7K F LA 3G 7 B 5
L% IncRNA p21 FRiRIE L, 43HT M35 IncRNA p21 Tk 5BETEH AR, R WERIFHABHFSIME
PEBHZEPENEE (COPD) & T 0 & 3T F B R | AT LUK T UG A R4L, 2 50 28 L (P<
0.05) 5 BAFHABERT ¢Tnl ,CK-MB AR TG A R 4L, 28 A 4272 L (P<0.05) o IRYTHTM
J& RAFA IncRNA p21 Fib/KVm FHUG A R4 IGYT F WA IncRNA p21 Rk /KT m B R RiFH s+
B ARA, 274511258 L (P<0.05) . Logistic [H1H 53 HT 45 8 7R - 557K IncRNA p21 550 1 A T Y
L {H (IncRNA p21/GAPDH) 33 /& PCLIAYT Atk L IUEFE 35 15 i -4 R £, Til5>60 % .G COPD B
R BT A B e LU & K- CK-MB 42 PCLIAYT 2tk U U BE H 25 15U 19 &l IR 2% (P<0.05) .
538 LncRNA-p21 (RN P LUINEC LA S P9 e AN AZ BRRE BE , P9 i A0t 405 T R e sl bk e s, AR
2RO E TS , MV S 7K IncRNA p21 Rik/KF-Z PCLIRTT Sk DTS R H 2 .

(K] T IncRNA p21 5 G2 ARSI AR ; 2O UL ; WIS EE 75 DRI IR T

Relationship between serum lncRNA p21 expression level and prognosis of patients with
acute myocardial infarction treated with PCI

WANG Liang, LI Wei, LI Tao, GENG Shanshan, YUAN Guoliang*

(Department of Cardiology, Shuyang Hospital of Traditional Chinese Medicine, Shuyang, Jiangsu, China,
223600 )

[ABSTRACT] Objective To investigate the relationship between serum [ncRNA p21 expression level
and prognosis of patients with acute myocardial infarction treated with percutaneous coronary intervention
(PCI). Methods A total of 102 patients with acute myocardial infarction treated with PCI in Shuyang County
Hospital of Traditional Chinese Medicine from January 2018 to December 2020 were selected. The patients
were followed up for 1 year after surgery. According to acute physiology and chronic health evaluation
(APACHE-II ), patients were divided into the good prognosis group and the poor prognosis group, with the
good prognosis group of 72 cases and the poor prognosis group of 30 cases. General clinical data such as gen-
der, body mass index (BMI) and hypertension were compared between the two groups. The levels of troponin
(cTnl) and creatine kinase isoenzyme (CK-MB) on admission and the expression of serum IncRNA p21 before
and after treatment were compared between the two groups, and the relationship between serum /ncRNA p21
expression and patient prognosis was analyzed. Results The percentage of patients in the good prognosis

group with chronic obstructive pulmonary disease (COPD), early coronary heart disease, and autoimmune dis-
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ease combination was lower than that in the poor prognosis group, with a statistically significant difference (P<
0.05). The ¢Tnl and CK-MB levels on admission were lower than those in the poor prognosis group, with a sta-
tistically significant difference (P<0.05). Before treatment, the expression level of IncRNA p21 in the group
with good prognosis was higher than that in the group with poor prognosis. After treatment, the expression level
of IncRNA p21 in both groups increased and the group with good prognosis was higher than that in the group
with poor prognosis. The difference was statistically significant (P<0.05). Logistic regression analysis results
showed that the expression of high-level IncRNA p21 to glycolytic enzyme ratio (IncRNA p21/GAPDH) is a pro-
tective factor for the prognosis of patients with acute myocardial infarction treated with PCI. The prognosis is >
60 years old, combined with COPD, premature coronary heart disease, and combined Autoimmune diseases
and high levels of CK-MB are risk factors for the prognosis of patients with acute myocardial infarction treated
with PCI (P<0.05). Conclusion The low expression of [ncRNA-p21 can aggravate the damage to cardiomyo-
cytes and endothelial cells. Endothelial cell injury may aggravate coronary stenosis, which is not conducive to

the prognosis of patients with AMI. High serum /ncRNA p21 expression level is a protective factor for the prog-

nosis of AMI treated with PCIL.
[KEY WORDS]

tion; Troponin; Creatine kinase isozyme

SV LR AL 2 v JULZE L 53 i 50 4R 3R )
O WU P B2 SR BEME 590 , 200 78 I DR AT 3 v 1Y)
RGO T RN 2 IR E KA AR (percu-
taneous coronary intervention , PCI) &5 Y7 2.0 L
FEIE 835 1Y 3228 07 1k 22—, AT g0 L e o i
AR, RS PCLE TRAERAE, TR S5 R 0=
g5 0 S D ae i e AR | RS & — R NI R A
Ao O MERS R Bt LA bRt el T PP AL 2k
O WUEEFE 8 35 PCLAR J5 U5 15 B0 , (H LR T it ) T
fitf ( creatine kinase isoenzyme , CK-MB) M JLE5 £ H 1
(cardiac troponin-I, ¢Tnl) 7K~ Ff A I (1) 72 48R
AR, KEEAE 4% RNA (long noncoding RNA,
IncRNA ) 750> 1L 8 P v 19 4R FH 2 3 4F R A58 1Y
PN, AR BE D 3R GRS L D R IR Y T R AR T
FEAEH IncRNA p21 J& p53 M AL 5% S 3L
A WFFE 7R, IncRNA p21 15 igi 3 ok 585 B 5 4k £ %
IMYE T 2B K BOE H # BEAR S, BFSER S,
IncRNA p21 BA AR 41 RNA i9/E T, Al &
FEVE 0 JILZR AL N B AR A P2 B RE A8 kO
WIBE L 0 J7 32 v 1) A R e A7 s 2R H
HT ERBFRE R A ISR IncRNA p21 3%
KIKF5 PCLIRYT 2Pk O LR B3 Tl fs O &,
PR RARE AT

1 #ZRE5HZE

11—k
PEEL 2018 4E 1 H 2 2020 4F 12 H WK FH B rp e
BEWSCIA ) 102 1) PCLIAYT 1) AR O U SE R S, R

Serum [ncRNA p21; Percutaneous coronary intervention; Acute myocardial infarc-

BARJGRETT 1A ARG Sk A #5408 PR AE R T
(Acute Physiology and Chronic Health Evaluation- II ,
APACHE- Il )" [ 35 73 4 T R4 4 A FUS A
R4, #5 R 47240 (APACHE- 11 <30 43) 72 9, Tl 5
N R 41 (APACHE- 11 =30 43)30 ] . AHF5¢ 22 B b=
SFACIEZE s I

AN : O B H EIRE B 44~77 5, Q8 H
P25 il PREEIT 12 W 597 28080 Wb o) b 2Pk
WUAE BE12 Wi b 5 B3 193 R ik A A b 25 4
O)sE Y EATI=Si R T T

HEBR AR UE : D0 J7 52 0805 50 8 5 QKGR A
B QOGN B QN B e 5w &
O 1 FENA BT AL B
1.2 Jiik

— GRS eI R AT R B AR
580 (Body Mass Index , BMI) . & & IiLE . & IF
BRI G I e LA A s I =5 (Triglyc-
eride, TG) . s JIH [# 5 (Total cholesterol, TC) . 2% 5}
1f53%% (Left ventricular ejection fraction, LVEF) 143
Lt . %5 2 i 45 11 I [ B (High density lipoprotein
cholesterol , HDL-c) X% & ig &5 11 AH[& 5 (Low den-
sity lipoprotein cholesterol, LDL-c) . Ifiliz 5 & Y 4
JE & 5K JE 2R I (prealbumin, PA) | BEAE O &8
Jii . & JF (chronic obstructive pulmonary disease,
COPD) A0 5 T H B i &5

ABER H B = 7 s B 5 mL ko, &5 .0
(3 000 r/min, 10 min, &.0>2F 42 10 cm) J& W5 1
1%, K2l ¢Tnl, CK-MB 7KF-, It FI{X#% 7 i1000SR
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R4 [ B Ak2E ROCoHr A (38 EHERE A R .

BE AR 12 h N M PCL ARG 3 KA R4
H KA, M RO S R RS SRA
SR e o a2 R A il 4% X RN (polymerase chain
reaction , PCR ) ¥ 1| IncRNA p21 /K-, BAK 40
T e BE RNA $2 UK & (bt B SR A R
2y A ) Ui HH B RNA, Bl J5 K6 1 RNA ¥ FE
MK 8 H A TAKARA 728 R $2 L Y 5 s 3350 S i BH
FHEAT R 5%, 3EH cDNA i 26 [ ABI /A w4
77 7300 T S 2¢O 2 i PCR XY 1S IncRNA
p21,Vh GAPDH AWNZ: ., 519 FiliAd TEM. &
& :95C, 3 min; 95, 30 5;61°C, 30 5;72C,40 s ;
IncRNA p21 ¥ 34 17 38 1 38 o IncRNA p21/
GAPDH(IncRNA p21 #IXf ik at) FH 2-4T k1A
1.3 APACHE- Il #F-43#00*

APACHE- Il ¥4y th &0 28 P % 3 43 (acute
physiology score, APS) \AE ¥ 173 LA e 18 M4 eI
Oy 3, =FRZ MR LSS . RN
7157, A (R R e 1 B T, TS R 2%

1.4 Gtk

K Ge 22 5k SPSS 25.0 43 B 5 P4, 3
HORER A (£5) F0R AT G IR 530 P L
T e K6 5 BB R n (%) FoR AT 2 K55
Z [N Z K H Logistic [FIHIAY; D) P<0.05 A2 54
Gt

2 HFR

2.1 P — ROk LA

W02 AR PR ) BMILL A O & i A I bR
3 G It R IR ILAE LW AR s TG .\ TC .LVEF H 73 [t |
HDL-c .LDL-c . [fiLiz # & W40 &7 5K % PA (B
A B LR, 22 R G 2E 7 L (P>0.05) , B4l
BEAEW AT COPD R & Tk AT A B R
PRI L3, 2 A S FE X (P<0.05) . LR 1,
2.2 WiZH ABERT ¢Tnl . CK-MB 7K 4%

IG5 B340 A BE i ¢Tnl . CK-MB ZKF 2% T
e ARNRA, 2540 % 2% X (P<0.05), I
=2,

2.3 WILIGIT RIS L7 IncRNA p21 Fik /K- b

BIT TG BG4 IncRNA p21 ik /K& T
UG AN R4, I677 )5 P4 IncRNA p21 3235 KTt
mHWE R &S TR ARA, Z5 A5
X (P<0.05), WF3,

x1 FWA-RABILE [(F+5).0(%) ]
Table 1 Comparison of the two groups of general data
[(x£s),n(%)]

4191 Tﬁ(}ﬁnigéﬂ Tﬁ(fﬁni(%éﬂ il P
AR 55.21+£10.45 67.38£9.59 —5.486 <0.001

PR
% 40(55.56)  18(60.00) 0171 0.630

© 32(44.44)  12(40.00)

BMI(kg/m?) 21.75+1.62  22.14+1.71 -1.090 0.278
B IR 27(37.50) 13(43.33)  0.302 0.582
A IR IR 14(19.44) 7(23.33)  0.196 0.658
B It I il 5(6.94) 2(6.67)  0.030 0.960
A7 WA R 47(65.28)  22(73.33) 0.628 0.428
471 copD 2(2.78) 4(13.33) 4262 0.039
LR SO 5(6.94) 7(23.33) 5479 0.019
Gt A B pEps 3(4.17) 8(26.67) 11.143 0.001
TG (mmol/L ) 1.49+0.42 1.55+0.49 —0.626 0.533
TC(mmol/L) 2.71+0.19 2.65£0.24 1342 0.183
LVEF% 59.62+13.12  54.47+14.59 1.747 0.084
HDL-c(mmol/L) 0.90+0.37 1.01£0.31 -1.419 0.159
LDL-c(mmol/L) 2.51+0.72 2.39+0.85 0.727  0.469
1fiLi2 7 HE 30(41.67) 16(53.33) 1.164 0.281
W45 He 129.48+18.15 125.69+20.12 0.931 0.354
FPik R 80.1529.62  77.45+10.18 1.270  0.207
PA (mg/mL) 184.32+40.85 180.49+42.13 0.428  0.670

WEAE 020 2(2.78) 1(3.33)  0.023  0.880

®2 FENBER cTnl CK-MB KFEXfLL (x+5)
Table 2 cTnl and CK-MB levels between the two groups

(E +5s)

21 531 n cTnl(ng/L) CK-MB (U/L)
T R 440 72 3.48+0.81 41.86+8.47
TG AN K41 30 6.17+1.38 70.52+11.85

t{H -12.268 -13.776

P{H <0.001 <0.001

R3 WHEBFHIGFIE iIncRNA p21 RiLIERLE (T+s)
Table 3 Comparison of serum /ncRNA p21 expression

between the two groups before and after treatment (% +s)

o413 JEJT R IncRNA V697 )5 IncRNA
p21/GAPDH p21/GAPDH
TG B re 72 0.68+0.20 0.94+0.27°
TG AN K 4L 30 0.52+0.14 0.79+0.24°
HE 3.988 2.638
PiE <0.001 0.010

1 5 AR AT L, P<0.05,
2.4 ZHRITL

WA (>60 2 RAE 1.<60 X R{E 0) 25 A
It DR O s (A5 I Bl PR O I R 1, A G
FEIEPE ORI 0) RS A I A SRR R
(B B BRI Pm IR 1, AEF A B R pm
WRAE 0) A5 & et 0o (R ek M 1.
FLRSELFEIRAE 0) , IncRNA p21/GAPDH (>0.60 i
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{H 0,<0.059 TRE 1) .cTnl (>5.00 TRAE 1, <5.00 MK
{8 0) .CK-MB (>60.00 B {H 1,<60.00 B1H 0) 7K F
YER B AR i, 2O WLBEERE B8 5 il 2 A RAFVE A
RS (T AN RORAE 1, WU RAFR{E o), 3847
Logistic [81 5 73 #1 , 45 5 7R : 57K ¥ IncRNA p21/
GAPDH K3k J& PCLIRYT 2O WUREFE 8.3 P )5 1Y
PRITA R, FUE>60 % G I COPD . 7 & i 0
A IF H B R L SR K F CK-MB J& PCLiR
7 2V O WILBE B B8 35 1) 1) fa Bz R 2R (P<0.05) .
W24,

x4 ZERSWER

Table 4 Results of the multivariate analysis

AT B1H SE{H Walds {5 OR(95% CI){H P1H

ARy 0.051 0.024 7.859  1.128~1.184 0.012
49 COPD 0.443 15.869  2.859~18.483 0.002
RO 0.341 0.580 13.278 2.485~14.169 0.001

EBHE S REERNG 0.369 0.785 15.169
IncRNA p21/GAPDH —0.5820..371 8.628
¢Tnl 0.851 0.085 10.847
CK-MB 0.615 0.745 7.601

3.931~40.152 0.004
0.589~0.914  0.006
1.285~41.383 0.074
3.185~25.158 0.012

3 it

PCI AR 1T A 85 0% Stk O LA B £ 3 AR A7
W), ER A AT 5 | O LB I B0 T T8 Y XU
ABFFEFRIAY, Bkt A58 AL 8 35 19 IncRNAp21 2
K FE3K o IncRNAp21 3] D3 3 3 5 A 56 5
Y EARE SIS I 2 e AN

COPD 845 G 1A Ik A , 7T 5ed bk o
AR AR o A ETE TS T iR g R R AE
S5 B IR 2 348 T e Pk BRE B 24 0 J LR e A 1%
H R MLEKOR, 5 B A O I RE R e, A AT
B UG . —I R s &8, 4 JF COPD [
Lo R 3 AR T Ik 21% . AT
N TR R RS A )T COPD R & e Ui B T
H B B b BT HE A RYL. 28T
JEPRANR : COPD | 5.5 5 2k O IIUEE B8 AT AH B A
M SECRE NN INE , &4 COPD BHfF1E
18 fe R B S AR TR 1 O, O LI 4 1 T B
B IA IR I R A O TR SR T A0
YRS AR A O S A, 6 R TS 1

G I B B R i i B IUA N ey &2
B YN TSP E 15 N K AR IRBE R B ik
9 AEIE LR Bk Y Il AR T B, 3 R PCT R
JETE AN BB Z AR . ARFTR AR ZIA IO
ORI S AR T LS 2, TR RO B A K

IR BT EE Ao e BEI IR IT 25 . ABFR R
B, RO R RS AMI B3 PCT AR J5 56 7= 19 KUK
TR, A B DR A% AR e Ik A e A
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PCI A J 0 WL L 453 40 2 8 3 A R WU &
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G AR, cTnl.CK-MB /KT 5.0 UL 40
YL R 3 PR G I, 0 UL AZ 48 R B R, B T AR
R RSE O TR SRS T ) R A

AL R R RTINS R 4F 24 IncRNA
p2l KKKV E FWE AR, RGP amd
IncRNA p21 F2 ik /KT B K44 & s
AR, BRIME IncRNAp21 33k 1 5 & U5 14
IR, AW AL AR IR A
55 PN B2 A0 IR A8 45 A AR 0 JUL B AR 48 0 A AR
LncRNA-p21 19 3 ik 7K °F 3 B W B ik, B IR
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I 2235 2 I 0o LA AR K P9 Rz 200 1t A7 350 B8 3 i
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T 2 X B F R 52w PR 3R S8 AT O,
DI MGE B s .

ZE LT IR , LneRNA-p21 AR 2635 0] LU &0 L
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21 ], B3 E B PR AR T 9% 19 1], B 500 136 141 FRIRIZR 4307 , S 0B e st (B CAS/ 93 JI A A1k
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Significance of high-risk HPV classification combined with cervical secretions PKM2 and
Stat3 in cervical cancer screening

YE Yongsheng*, XU Yan, SUN Junhua, NI Ming

(Department of Gynecology , Nanyang Central Hospital, Nanyang, Henan, China, 473000)

[ABSTRACT] Objective To explore the significance of high-risk human papillomavirus (HPV ) clas-
sification combined with cervical secretion pyruvate kinase M2 (PKM2) and signal transduction and activator
of transcription 3 (Stat3) in cervical cancer screening. Methods 406 patients who were screened for cervical
cancer in Nanyang Central Hospital of Henan Province from January 2019 to January 2021 were selected as the
research objects. According to the pathological results, they were divided into the cervical cancer group (n=
136) and the non-cervical cancer group (n=270). Two groups of clinical data were collected to analyze the re-
lated influencing factors of cervical cancer and the screening value of each indicator. Results Of the 406 pa-
tients who received cervical cancer screening, 208 had normal pathological results, 22 cases of cervical in-
traepithelial neoplasia, 21 cases of cervical intraepithelial neoplasia, 155 cases of cervical intraepithelial neo-
plasia, 19 cases of cervical intraepithelial neoplasia, grade lll , and 136 cases of cervical cancer. Univariate
analysis showed that the history of familial gynecological cancer, the number of sexual partners other than
spouse/boyfriend, vaginal cleanliness, high-risk HPV typing, PKM2, and Stat3 were related to the occurrence
of cervical cancer (P<0.05). Logistic multivariate Regression analysis, after controlling the family history of
gynecological tumors, the number of sexual relations except spouse/boyfriend, and the cleanliness of the vagi-
na, the high-risk HPV type positivity, PKM2= the mean of both groups, and Stat3 = the mean of both groups
were cervical Related independent risk factors for cancer (P<0.05). The ROC analysis showed that the AUC
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of high-risk HPV typing combined with cervical secretion PKM2 and Stat3 for cervical cancer screening was

greater than any single indicator. Conclusion High-risk HPV typing positivity, cervical secretion PKM2 >

39.33 U/mL, and Stat3 >0.07 ng/mL are independent risk factors related to cervical cancer. The combined de-

tection of the three can provide a certain reference for clinical screening of high-risk groups for cervical can-

cer, thereby improving patient outcomes.
[KEY WORDS]
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Correlation between serum DBP and 25 (OH) D expression in late pregnancy and neona-
tal eczema

XU Hongrui'*, LAN Xinyi*, WEI Jingyan', LIU Yao', SHI Shaowen', LAN Guiqing’

(1. Department of Obstetrics and Gynecology, Qinhuangdao First Hospital, Qinhuangdao, Hebei, China,
066000; 2. Hebei University of Science and Technology, Tangshan, Hebei, China, 063000; 3. Department
of Inspection, Qinhuangdao Quality and Technical Supervision and Inspection Institute, Qinhuangdao, Hebei,
China, 066000 )

[ABSTRACT] Objective To analyze the correlation between the expression levels of serum vitamin
D-binding protein (DBP), 25-hydroxyvitamin D[25 (OH) D] and neonatal eczema. Methods Clinical data
of pregnant women and newborns delivered from the First Hospital of Qinhuangdao City from January 2018 to
December 2019 were retrospectively analyzed. 48 neonates with eczema were selected to be included in the ec-
zema group, and 48 healthy neonates without eczema were selected to be included in the healthy group. Serum
DBP and 25 (OH) D expression levels of neonatal mothers in the late pregnancy of neonatal mothers were
compared between the two groups. Binary logistic regression was used to analyze the influencing factors of neo-

natal eczema. The receiver operating characteristic (ROC) curve was used to analyze the diagnostic value of
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maternal serum 25(OH)D and DBP expression levels in late pregnancy for neonatal eczema, and the area un-

der the curve (AUC) , confidence interval, sensitivity, and specificity were obtained. The spearman method

was used to analyze the correlation between maternal serum DBP and 25(OH)D expression levels in late preg-

nancy and the occurrence of neonatal eczema. Results The expression levels of DBP and 25 (OH) D in se-

rum of mothers in the eczema group were lower than those in the healthy group, with statistical significance
(P<0.05). The AUC of serum 25 (OH) D and DBP in neonatal eczema were 0.908 and 0.884 (P<0.05), re-

spectively. Low levels of DBP and 25 (OH) D in maternal serum during the third trimester were risk factors

for neonatal eczema (P<0.05). The expression levels of DBP and 25 (OH) D in maternal serum during late

pregnancy were negatively correlated with the development of neonatal eczema (r=-0.665, —=0.707, P<0.05).

Conclusion The expression levels of maternal serum DBP and 25 (OH) D in late pregnancy are correlated

with the occurrence of neonatal eczema, the risk of neonatal eczema increases with the decrease in maternal se-

rum DBP and 25(OH) D expression levels in late pregnancy, therefore, full attention should be paid to vita-

min D supplementation for pregnant women to ensure adequate vitamin D nutrition for pregnant women and fe-

tuses to effectively prevent the incidence of neonatal eczema.
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WL OIEAR e o3 W FLB A LS e AR B 4252 5 FLR
K @A BB AL s @FE A B 1Y A K A
LI TR R A RS HEBRBR I : OREEAEA B 1Y)
FHOCKE A AL B0 TR AN T3 QG I T DI 5 7
SR BT A L s @ JCIR L & o i e 6 4> A B 1)
BEEL @A IF AR YR ™ 10145 i 1 B2 s &4
% )5 10 min Apgar PE4r<7 4308 L ; @4 I HiAts
BRI 1058 A6 L s QOBE SR AE AR A A 52 Wil Bt 15 485
(ARG B A BRI o AHIF AT R B PR 2R AR HL 2R B &
HeEsE L, 2k BB CE R EA) .
12 Hik

WA ER A0 A 2R ) I35 2 TR, 22 1038 2R A Uk
28~40 Jii] B SR 48 25 i I DK Al , 3 000 rpm (1) 50>
HEE (50242 10 ecm) 2L 3 10 min /47 B2 L,
DL it 36 4 92 W% B (ELISA) v 46 I 1 %5 B¢ 4 rh
DBP . 25(OH)D 7K ¥, DBP [ B¢ 4 528 W B 0 5 3
& [ R EVRA YR A R AR B
96 T, 25(OH ) D Jiff 5} fe 72 W FFF00 7 12500 &0 1 )
I B 8 AR W RN A BR A L B 96 T, /A
WA & U AT
1.3 Gl

fdi FH§ SPSS 21.0 B F AT Ge it o0 Mo iF e BE
BELL (% £5) FOR AT K20 THECSERMT K0 5 R
F Z.7C Logistic [71J5 43 87 8 A= JLIRE & A= 1 5% i)
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BRI R 32138 TAERHIE (ROC) 4k 43 A B 24
U R B39 1135 25 (OH) D\ DBP 33k 7K -5 387 4 L
BZIZW A, SREUh 4 F AL(AUC) , B fF X
6] B 45 S5 R Spearman 354 Wit SR 4T
U 1 9 1fiL 35 DBP . 25(OH ) D A /K5 H 4= LI
R AEA M, DL P<0.05 K 22 5 B 8t

2 &R

2.1 —JRR
(RS E S N 4SS MR E =R W5 W g M=o =34
(P>0.05), WFE1,

2.2 W HEIMT DBP . 25(0H)D FKiAKF-XT 1
195 40 B 5% 175 DBP .25 (0OH) D £ ik /K3
R TR BE 2R, 22 5 A 45 5 X (P<0.05)
W22,
2.3 BEEFIRM I M 25(OH)D \DBP #iA /K-
P JLIRE 2 Wi i (i
B E ARG I 107 25(OH)D \DBP 2635 7K X
T LIRS A B a2 W H (P<0.05) , BRI
1% e 9 1ML 25 (OH) D<26.575 pg/L B %6357 4 LI
IS WY 1-F5 5200 0.77 BUBE Ky 0.91, BEE IR
6 15 If 3 DBP<206.05 /L I % 57 A4 LI 92 12
) 1-Ff SR 0.89 HURE R 0.79, LR 3 E 1,

x1 WHSRE-RABILE (xs)

Table 1 Comparison of general information between the two groups of mothers and infants (x+s)

415 n BESRARNE (%) PR TE (kg) A LI (kg) B LES (B ) Apgar P43 (43)
fidt PR 4R 48 29.61+4.38 57.32+8.42 3.41+0.57 25/23 8.96+0.53
WA 48 30.23+5.02 57.16x7.95 3.45+0.49 26/22 8.92+0.51
1 0.645 0.096 0.369 0.042 0.377

PH 0.521 0.924 0.713 0.838 0.707

F2 WHEFEMEDBP.25(0H)D Ri&KFEITEL 1.0

_ LIRS
[(F+s), Mg/L] 0.8 zs(c;H)D

Table 2 Comparison of serum DBP and 25 (OH) D 06 F

expression levels between the two groups of mothers :%i

[(xxs), pe/L]

20 n 25(0OH)D DBP
i R4 48 32.42+4.72 230.98+22.93
A 48 22.74+5.55 188.03+28.28
e 9.199 8.171
PAH <0.001 <0.001

R3 EFEEIRAEHME 25(OH) D DBP RiA K F 3 H &
JLIRZ RSN E
Table 3 Diagnostic value of maternal serum 25 (OH) D
and DBP expression levels in late pregnancy for neonatal

eczema

o Btk e 1A OSBEAEIKE P
AV i P s o o <o0m

25(0H)D 0.908 26.575 0.91 0.77 0.029 0.852 0.964 <0.001
DBP  0.884 206.05 0.89 0.79 0.034 0.818 0950 P{A

2.4 T Logistic [71JH 43 #7 # A= J LI & A G
SArS

BE SR YRE I I3 DBP . 25(OH)D ik /K-
RE R A LI B fals: I 2 (P<0.05) o 3% 4.
2.5 FEEIERIG I DBP.25(OH)D FKik /K-
5 LRI KA AR G

B 37 {0 IR W 499 13 DBP .25 (OH) D £ 357/K

0.4

0.2

0 02 04 06 08 10
145

B 1 ROC HiZkE
Figure 1 ROC curve

%4 It Logistic AN MM EILEB R ENBREER
Table 4 Multivariate Logistic regression analysis of
neonatal eczema risk factors

95% CI
Bzt 8 SEf Wals pfi OR{i ———— Pl
e p i TR LR
1.595 1.239 2.054 <0.001
1.079 1.035 1.124 <0.001

25(0H)D 0467 0.129  13.098
DBP  0.076 0.021  13.109

54 LI E 09 & A 5 B2 U I (r=-0.665 |
-0.707, P<0.05) .

3 it

W JLIRIE T8 25 ROV B RN, B
TR 3 AN, 64 H LUG A4 & @
Rt B AR JLIRIZ AT ™ E R R, AN R A Tt
WIRTRES] A5 B M gk kgt o i A JLAE
AR 34 A N A SR i fe g i e X — b
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Btk A BT v R iR LTE B N IHRE R B I
RO (30 g AR S R N R . A T R
fEAEA ANFRVRE B 2L R D sz, B By 6 8 A=
JLIRIE AN 1 B AR LR 44 2 D b3, S&TE
H R I 4k 4 R D K E i oy

Yk 2 D fE A E L 25 (0H) D B U7
£, 103 25(OH) D Rk 7KV AT e H H Ik & 4h 78
S5 RE B4 ERD R, HgE R D £2
HH B2 R AE 58 AR B T & WL DL K H B AR B 4
Y 2 D AR BEE B R AR A
M 25(OH)D, Fifkiz B R B4 H 8 #E 58
v R YD eE i I E 2 R Y 25(OH) D
ZH UL DBP Z G IE ki, VRS HER & E
GG WE s THUARN

ARWHIGREERELH, AR 6 N H WA LS
8L Y B 25 78 U 0% 1 491 B 1fiL 3% DBP . 25(OH)D &
IRIKE PR TR AR LB R |, 5 H A 9T 45 51
HA — 0t $2E 78 G UR 0 3 B 1L 3% DBP . 25
(OH)D FIRE 5 #r A LI B W LA % /R
JEILP AR & B KR T R i e A 2
D /K, 212 i1 25 (OH) D i i G 4% = 3h iz
2JLEZ %, BAFE 21 25(0OH)D & A7 Bl
TG JLXT A= iy L3 5 06 19 T BT, DR LG oA B A A
F DTSR, IR 18 R LI 44 2 D KP4
G, PR G MR BRI 1 P RE R B . At — AR
IS U R M 91 13 DBP . 25(OH ) D &35 /K5 Hr
AILIRE R R ARV SR HEBR M AF IS A
B —RINRAHN R G, 4T T M0, 45 5%
26 W 4 4R 16 390 11137 DBP .25 (OH ) D /K -2 5 3 4=
JLIR Y &2 A ¢, $2 7R BEA 1LV DBP. 25 (0H) D
K58 A L BB 2 A7 A G Bk, BEA I 3 DBP |
25 (OH) D /K 8% , A= L B2 10 ] B 1
o #E—20 2 ROC M3 B vl AT, B 5 4T Uk i 10
IML37 25 (OH) D X8 A= LIRIZ12 W i SRR 55 v
I DBP [ 585 P ik, BRI i P 02 o vl B 5 4
M I3 A5 97K . Logistic 73 Hr 45 F WoR , £ 35
U iR 16 399 11137 DBP .25 (OH ) D 2635 7K - A B AR 44
B LIRS a2, 5 R I 2 5 oY
S5 AL, $2 R T B 06 JU) B N 3 A R S 1Y
1.7 DBP .25 (OH) D 7K -, 4n 1 3% 4T Ui e 1 1
# 25(0OH)D<26.575 pg/L . DBP<206.050 wg/L I},
BE 25 I IS AN TR R D, DL A LR
2 1) S e KUK

ZE LTk, i YR A B 5% 1 7 DBP . 25(OH)D
(1) 338 K 58 A LIRS 0 & Ak B Ak B
A LR Z 1 K A KU Bl 2 B S 4 R B 0 i v
DBP.25(0OH) D 3R ik 7KV AR AR 7+, B, 1
FEor M A A YE A E D AT, SRUEZR I S5 iR L4
HEEDEFRRLE, AR JLRE N LA

2% 3k
(1] ERBL NG, T, % . BILRE LR LK H E M
AR [T ], b Bz R 24 44 2019,33(2) :205-210.

[2]  Cizmeci MN, Kanburoglu MK, Akelma AZ, et al. Cord -
blood 25-hydroxyvitamin D levels and risk of early-onset neo-
natal sepsis: a case-control study from a tertiary care center in
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.’I,/a 3 e

IR DRATF 0 R i o i R RS I 285 1) 55 i)

KElEr ZFER OEIF EH T

[ ZE] BH i KRR RO 5 B BH AR AR (R0, W AR 06 BB AR P17 W AE AR [R)
PRI S RAZ IS [0 F R B R R I 25 SR 52, 73k ) 2022 4F 2 H £ 2022 4F 3 A ILpg R 1A
P B SEI2 A TR 1 2 377 44 B [l I SR AE WA VMR AR AR , — AN e 2 5 K0 B A7 T R
EED IR FHAAESTHIERKFEURAROREE T, BARELEYER S ZHTEE T o5
£ 3 A EP BT, 1 I CREESG 4 /NI AT TR AG I, 575 1 W5 45 2 5ol DR A7 A2 1 T 2% A (2~8°C) Tl
«ff,«H( —20CLAF ), 48 /NI G AT AZ R AN o SR FH S22 D1 300 A 53 SR 45 il S2 7 (qRT-PCR) Jy iE % 3L

AT BEAL TR AG I o 25 SRR — B SR FH A A A R A MR AT L X o LB TR ORAT 7 1 ORAT 2% 1
FRAF I [R) 6905 35 2k d O A T 25 5% 0 ZE R B0 224G 0Tk 4 4 FP R 35 Joa 5 0 B PR A 1R SR AR TRD 35
74.5% (1 771/2 377) , AL K IG A F- 9638 BE (COMH M (29.60£3.99) , KGN (31.30£2.67) , 22 7 ToH
23 X (1=0.35, P>0.05) 5 2~8CHI-20C LA T 43 AR A7 48 /INBsF Ji5 P 25 HY 780 3 J 7 1) FH P A 1 3 e A
Ak 3B KIS A 19SF 44 Ce B A (31.70+4.91) F1(30.30+4.03 ) , K 2H K (33.90+5.11) F1(32.20+4.62) , = F 6
Giit=# 3 L (1=0.67.0.54, P>0.05) . 518 JKIG BUREAGRAF AN 52 Wil FF 20 300 8 57 qPCR A2 B A6 I 11 45
T T KOG HIBEALEAE B R T 2~8C 5-20°C £ 1l 2/ RaGE BT 48 /T

[RBIR] WARREBYREE; KOG ; FEATREN; iR

Effect of inactivated preservation solution on influenza A virus nucleic acid detection
results

ZHANG Mingxia*, MENG Zemin, WANG Weifang, WANG Yu, LUO Xiaoxu

(Department of Clinical Laboratory, Shanxi Bethune Hospital, Taiyuan, Shanxi, China, 030030)

[ABSTRACT] Objective To determine the effect of inactivation solution on the detection of influen-
za A virus nucleic acid under different storage conditions and time by detecting positive samples from large
samples. Methods From February 2022 to March, a total of 2 377 patients with suspected influenza in Shanxi
Bethune Hospital were recruited. Two oral swabs were taken from each patient. One of swabs was placed in a
tube containing an inactivation solution, another swab is placed in a tube containing a non-inactivation fluid.
Specimens were separated into 3 EP tubes. One tube was subjected to nucleic acid detection immediately (with-
in 4 hours after collection) , and the other two tubes were stored below 2~8C and —20°C, respectively, and nu-
cleic acid detection was performed 48 hours later. Real - time fluorescence reverse transcription polymerase
chain reaction (qRT-PCR) was used to detect the viral RNA. When the results were inconsistent, the second
nucleic acid detection reagent was used for comparison. The difference of viral load detection was compared be-
tween two preservation methods, preservation conditions and preservation time. Result The positive detec-
tion rates of influenza A virus in both groups were the same at immediate detection, both of which were 74.5%
(1 771/2 377). The average circulating threshold (Ct) value in the non-inactivated group was (29.60£3.99) ,
while in the inactivated group was (31.30 + 2.67) , with no statistically significant difference (r=0.35, P>

0.05). There was no significant difference between the two groups after 48 hours of preservation at 2~8 C

AT A L E K T LA M XAFR A (08)
A 4 RE ERERA, L&, KR 030030
*BAZAEE SR E, E-mai: sxdyy8358@126.com



BT SR 4eE 202441 0 ¥516% 4511 T Mol Diagn Ther, January 2024, Vol. 16 No. 1 - 107 -

and —20C. The mean CT values of the non-inactivation group were (31.70£4.91) and (30.30+4.03) , respec-

tively, and the inactivated group was (33.90£5.11) and (32.20+4.62) , the difference was not significant (7=

0.67, 0.54, P>0.05). Conclusion The inactivation sample solution does not affect the results of influenza A

virus qRT-PCR. Influenza A virus RNA can be stored for in the inactivated sample preservation solution at 2~

87 or —20C for at least 48 hours.
[KEY WORDS]

H AU s 1 2 5 R i M A T MR 1
TR Z — JB T IERR R, AR 2l 8 ik
B AE RNA 2. R 3 JRs 25 0 5 | S AR &
WAT , B 22 PR IR A T, ™ U
NI AR A R B VA M X T SRk g R
TR T 1 R R AR SR AT RN, I R VA T RN BE I
P hl S A EEE LY, LRI SRR A
fitf 4% 2 Vi (Quantitative Real-time PCR, qRT-PCR)
EEBSR R IZ ) EE A " R R
BRI T A AR R A IZ W E R . (R B
PR 2 B A] BEAFE AR W) 8 4 7% % XU, DR LG A
DU A B TG AL B S dE e H AR AL e R B
Bz I A 4 R ) 2R B A T DA R T SRR
A H R OC T A S BE TG I 2R R I 4 F A
Ao w0 e A R A T I AR
BEWSINEHE BoR e, 2023 AR5 o Ji RS AL A IR
B TR RN BH P R Ak 2k T, WFIE A AR B e E I
19 1) et ] PR AR g e B A R A B X e 7
K JE AR AT T WEST, B AR 2 O AT
DI FH 7 YR 00 806 B i A D o 35T 2023 4F 1
JY RS DR it Jadi 25 I PR 26 R AR AR R 4G4, i HLFH
PERSE 265518 73% , PR AR A9 #0038 1 K & 11 R BH
PEAR A 35 1 T LR A O Y AR 3 s 2 A% IR Ao
DY SE 0 o A58 o HIR A A SR R
AETEI T KT R FEE P, >R qRT-PCR J5 ¥k kAT
FH 750 35 SRl 2 AR ARG, 43 BT 3 SR AR A RN A K%
KA A i FY AR I o A% R R D 45 2R, S KT R
FEE IR R AT 9 D B AR R B an R o

1 BREFE

1.1 FRACRAE AL 5

WeAE PG ISR BEE B 2022 462 1 A& 3/
1 H L2 ) R FhrAs . 2 377 44 R [l
KWy A F AR A, — D & A K
PRI REE T, 53— FIE S A AE XK
TG BRI ) R AR o B SRR AR 7R 43 3

Influenza A virus; Inactivation; Sample preservation solution ; Nucleic acid

Iy%EF 34N EP 1A N2 CREES 4 /NF i) 1E
TR , 53 A1 PG48 43 SR A 7E 2~8°CHI-20T
PR, 48 /NE I % BRAE RE AR HEA T AR A I . R
S ' 3 7 5 2R G g I (QRT-PCR) J7 %t
HEATRR B FR KGN &5 R — S R A —
A% B A I3 0 E AT E A . A2 3 S A B
HE AR =18 2, 2 i B RE B 3 i SRR &
OO T IR =38C ), fF A %Mk s R 2 — A
HEBRARE - AR <18 2 s REFAR A R s T
WP WEE bR A . A B9 28 B I 24 A0 B2 B3 2> dikifE
(YXLL-2020-02) , A S & A R &
1.2 S5

2, 30 3 s i A% R A R & (V9%
i 1A= W B4 e A IR AL 48 ANy /g, ik
T202210001 ) 5 57 795 2 FH 2 9t 8% 2 £ B Uit 18
BEAZ IR G I 12 70) & GO Pl 25 W A= ) R Iy A PR
T, 20 Ay E S £ 20230110) 5 766 E B PCR
A (2 [E Thermofisher 22 ], #1-5- ABI7500) o
1.3 KA IR RT-PCR § 38 & 1F

K TRUFIER 3% BSR4 B0 7 R A R
O8] SR P VTSR AR I A Rk B e 13 A BIR A ) i
R/ 2T G0 IR T A TR AG I ) & $ U 7% RNA,
R S ERAE UL R T . 7E ABI7500 B9 8 it
PCR ¥ [ #E47 RT-PCR ¥4, b £ F U0 F - 50°C
30 min — 95C .5 min — 95C .10 s — 55C .40 s
(45 D) o R G ¥ [ {E (Cycling threshold,
Co) #AT I o KR &R H — 253k 9 280k
RT-PCR $¢ AR o At i S 55 347 [w] bsf A 00 993 4 Jo 42
st o 555 I JBAAS ot R R 4
1.4 K2k ) W

AR5 57 & 1 B 1 225K, R 3 e 2 FH
P 255 SR 1 S A o S FAM %% Y63 38 A 9 1 il 2%
H Ct{H=<34.7, £ A3 5 B A 25 b o N
VIC ZCiME A 1 ih 2 H Ce (H<34.8; @ H B i
T B 45 S 0 F 2 AR o S FAM Al 3 18 T
P14 il 28 5k FAM A4S0 38 38 A5 P 1 il 28 5L Ce {E>
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34.7 , 5 i A B AR 5 SR e bR vE R VIC K
TGP B il £k 5 FAM R A 3 1 ik 5
Ct {E>34.8,
1.5 Giit2rorik

K H SPSS 26.0 Geit AT BAR LR . A
EAS B AHE ORI (x 25) 28, FI2H 0] He 4
KB ¢ K556, LA P<0.05 HZESAH G543 L,

2 &R

2.1 U BE BH MR 38 R K AR KT AL
qRT-PCR %5 5t 1A%

RIY Z2 G 00 s 9 2 R 3 SR T 1 B PG HE R
AR A, 29 74.5% (1 771/2 377) , JAE K36 4 Y 1
PR {8 (Ct) fH K (29.60+3.99) , K i 41 Hy (31.30+
2.67), 2R LG E L (1=0.35, P=0.73) . Kk
th O BIR EEAL IR o
2.2 HIRI R T FH AR AR 2~8CHI-20T o5l f
17 48 /NI J5 1Y gRT-PCR 45 5 Ho 5%

2~8° [ —20°C IR AT 48 /NI i 1 2H HR 20 35 S
B 1Y FHAME RS R I AR b, JE K 41973 Cu i
HREHALK, Z 5 TG it% 5 L (PH>0.05),
W#E1,

F1 MWARERAEARRFERE TH qRT-PCRER
PEE (v £5)
Table 1 Comparison of qRT-PCR results of positive

samples in two groups at different storage temperatures (% +s)

215 2~8C -20C
AR KGR 2S48 Ce i 31.70+4.91 30.30+4.03
KNG RS 42 Cof 33.90+5.11 32.20+4.62
t{H 0.67 0.54
P1E 0.42 0.62

U CUE R R
3 it

K TR SR A A5 L6 BT e B A R A I R B )
o7, 2635 S AR 16 Ak IETE WA R [ vk
43 AL BRI T AR A, & B 56 T T AEH 30
min FRER CRAF IR I B3 74 X8 9 76k 9 25 4% 1 S e
¢t qRT-PCR S5 R TCH2 M o 7EIIfs PRAS 56 77 1, A
U8 /D S 2 B E N D1 R A Y e B0 T 5 1Y)
o AR R AU, B 22 91 90 O T o AR 3% X6 A% T
R 2 o BRIERASE O SE R B 75% K
T Ab B S R R K G Kb B G BT 6 e T b AR R AT
qRT-PCR # il Fb %, 45 SR — 2t R 4F .

KRR W 7 IR T B (0%, IRl B
FIAFLE AR B & AR AT Ak 2% D305 93 75 1
AL AT DL ARG PCR S 52 46 55 A B3 0k e XL
Bz o P2 I 90 T I A 75 5 M A% o A T 3503
FEFE AR [R) 38 DL T O AU 300 8RB 3 7 T Y
F 5% R /b | TR I TG R LA i 3 T B
T 9 7 A TR G T 552 i) 1 DAy I Sk B0 R R
R e TAE B 52 WA I naE PCR 8256 2 6 &5 24E 4
4 A BE AR Y Ak B B [ B T 4 i R
FH L IER G (15 RIS W L 2 T 1) 2 T 2

2023 4F 1 H 29 H LISk W58 4 e i) 5256 2
TR B PR H 2R 3G, S AR o S At
TEAFBZ G IRFEA . ST H R BN K6 5
HEAT R R A I (R F 55 AN 22, T LI R B A 250 a2
AR R I PR P AR AR B0 K EE R 1Y
WFFEANZ L, TR SE 3 TF & T AR oY . ARS8
TN I TR AL R AE AR AS A 7900 BEAZ FRASHIN 1)
KEEABFFEH KB, % AR TFAR AR SR 1L
S K 5 PR TR FE Y qRT-PCR A, % 4%
JCHA 5 ;17 HLAE 2~8CEE—-20°CLL &,
F /AT ARG E PRAT A8 /NI T Jek 37 B A 4G I
bRAS, JHE T RRAF S5V B, . (EAHIFSE IR AR
AR ZAL : Ol TR IR & BRI , ASRESE T IOE f5
R HERE IR TAE , TG IPAN I 2514 F B 75 K%
R QX T HI LR #E A AR A | B T2 e A
SRR, AT REFRATEATPRAl LA E T AR AT
ffra], LA K 2~8CEL# —20°C LR B K AR A 77 i ] o)
R 25 R, RGBT LS SRR, R 25
KIRFNGETT 25 SRR (R AR AR R A
A8 /NI AZTRAGIN Z5 Y CeEA B R ikt

TR RGN B B O, REUE L R
PESR YO0 8, (BRI PR S5 56 %8 4 4 78 v vl fig 25
DRI HE M 22 583 17 6] = 95 N 07 st e o K0 BRLR A
G B AT AR AR AR KRR B B ARG R e U, A ik
TFF 50 A B8 T SR A5 T o w3 A5 T T8 ) oz FH
Ok, I R AR R RE A S K B, AR
X LA 18 R R AR S, R SR DL KDL JE AT RE Y
35 2 R A I A o £

S & 3k
(1] DAEHFHATEEE W SRIr B a4l . AT
Hi2W 518 7 HE R (2011 AR [S 1. 2020.

(F#% 117 R)
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W L S A I R 205 MRI Sz DTT AR Y
FHOCPERESE

REH owmi RE FFH N IReEe*

(¥ E] H® HITHEHERSHER (CSM) B F I R RIS B4 4E (MRD KR H05K & % (DTD &
RMERAESENE, J73E PR 2020 4F 1 A 2 2022 4F 12 A a1 AL A e BEBE 65 4] CSM 8 17 i
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ST BE N A 25 B IS 2 L (F=0.344, P>0.05) , =20 N2 {8 5 N3 i He ks, 4970 B 20 > B 20 >4
20, IR 22 5 A Gt 7E X (F=25.296,62.994, P<0.05) ; Pearson 15 ME/3 T 7R , ADC {5 JOA PR 5 171
A (P<0.05) ,FA {H'5 JOA PE S IEA & (P<0.05) . 518 MR #LFIHE K DT R AR 1T 5B CSM i
FASBERT S BEBGTREE , Horh ADC (B FA {155 5835 (0 RS AR ™ B AR BT S 2R MR A e
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Correlation between clinical manifestations and quantitative values of MRI and DTI in pa-
tients with cervical spondylotic myelopathy

HE Yanan, SHI Xiangming, ZHAO Le, LI Zexu, LIANG Jianli, WANG Chengjian*

(Imaging Department, Hebei China Petroleum Central Hospital , Langfang, Hebei, China, 065000)

[ABSTRACT] Objective To explore the correlation between clinical manifestations and quantitative
values of magnetic resonance imaging (MRI) and diffusion tensor imaging (DTI) in patients with cervical
spondylotic myelopathy (CSM). Methods 65 patients with CSM in Hebei China Petroleum Central Hospital
from January 2020 to December 2022 were selected as the research subjects. According to Japanese Orthopedic
Association (JOA) score, the patients were divided into the mild group, the moderate group and the severe
group. MRI and DTI were performed on all patients. MRI manifestations of spinal cord at the narrowest level
of the lesion segment, as well as DTI parameters [ apparent diffusion coefficient (ADC), fractional anisotropy
(FA) ] and eigenvalues (N1 value, A2 value, A3 value) were analyzed among the groups. Pearson correlation
was used to analyze the correlation between ADC, FA value and eigenvalues and JOA score. Results The
proportion of high signal on MRI T2WI in the severe group was higher than that in the moderate group and the
mild group (=35.033, P<0.05), but there was no statistical difference in the distribution of MRI signal mani-
festation between the moderate group and the mild group (*=0.931, P>0.05). Comparison of ADC values of
diseased segments in three groups: severe group > moderate group > mild group (F=40.042, P<0.05). Com-

parison of FA values: severe group <moderate group <mild group, the differences between groups were statis-
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tically significant (F=33.145, P<0.05). There was no statistical significance in A1 value of lesion segment

among the three groups (F=0.344, P>0.05), and the A2 value and A3 value were shown as severe group > mod-

erate group > mild group, and the differences between groups were statistically significant (F=25.296/62.994,,

P<0.05). Pearson correlation analysis showed that the ADC value was negatively correlated with the JOA score

(P<0.05) , and the FA value was positively correlated with the JOA score (P<0.05). Conclusion Routine

MRI scans and DTI quantitative values can reflect the degree of spinal cord segment damage in patients with

CSM, and the ADC value and FA value are linearly related to the severity of the patient’s clinical symptoms.
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Table 2 Comparison of MRI manifestations of lesion
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Figure 1 MRI images of CSM patients
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[ ZE] B O AN REEE (HBV) LN B AL L SE N C RIPHF E R bniedh . ik IER
[E R TR X 1 HBV JEL 2 3K AR 5, 22 HBV 030 . DNA R 2RI, W 075 16 11 473 356 R 43 B0 AR ofie i ik
RS o 2 HBV P FII & , A0 o307, 9125 8 7 2 03 B 23 590 HBV B Y K C TRA o il A0 32 1t
I3 B 2 g S BSOS R , UEAT HBY JE R A UGG I A2 |, JF UEA T A MR e e . R
AT Bt HBV JE R B B 7 JE PR € BUAR ME S, HC HBV DNA Y B 43 5124 4.67x10° TU/mL (CV H 3.6% )
3.66x10°TU/mL(CV 4 2.9%) . 4 Ar, KT 0.5 mL/3 AF A ME . WA, T PAEY 51k 0.428
(FAE} 1.140) J2 0.420 (F B4 1.173) , 4325 (bR e i S 5 2 [RIVREE R 5] 022 5 o 4 WO AR 1 AE AR ]
75 RAAF O R Rl ACHRAT VIR S 3TCHUE ) I, DI 25 S 5 80 C A7 FE b T 52 45 SR A Bl e, 48 %6 A
W02 TSN, 5 225081 PAEIIR T 0.1 5340, 20 CIRAE 12 4 H 5 5 -80 CIRARE & R 2 5 48
P& 0T, B P{E M 0.237(F{H M 1.934) .C# PAE N 0173 (F N 2.737) , PAEYI KT 0.1, Fse Pk SR AT
BHE. i W4 T HBV IEH B K IER C RIPIRR E S AR S, 3R E HBV R 43 350 64 o
P il AR AR A TR o

[XiE] CRFRIGHE; SRR ERbREN; &Rl

Preparation of National Standard for HBV genotype B and C
LI Kejian, HAO Xiaotian, ZHOU Cheng*
(National Institute for the Control of Pharmaceutical and Biological Products, Beijing , China, 100050 )

[ABSTRACT] Objective To develop two kinds of national standard hepatitis B virus B genotype and
C genotype. Metheods A total of 11 genotyping standard candidate samples were screened from plasma
samples of HBV infected patients in different regions of China. Two samples were identified as HBV type B
and C standard samples by HBV sequence determination and evolutionary tree analysis. The two candidates
were centrifuged and packaged, respectively, for HBV genotyping validation and quantitative collaborative
calibration. Results Confirm and screen HBV B genotype and C genotype standard samples. The virus content
of B genotype and C genotype standard samples was 4.67x 10" IU/mL (CV 3.6% ) and 3.66x10°IU/mL (CV
2.9% ). he loading volume is more than 0.5 mL/piece, which is in line with the regulations. The P values of the
two were 0.428 (F=1.140) and 0.420 (F=1.173) , respectively. There was no difference in the concentration
between branches. After the two standards were stored in different ways (repeated freeze-thawing, 4°C storage,
room temperature and 37C storage) , the results were compared with those of the samples stored at —80°C. The
absolute deviations were within the range of +0.2, and the P values of ANOVA were all greater than 0.1. In
addition, after 12 months stored at —20°C and stored at —80°C, the P-value of type B was 0.237 (F value was
1.934), and the P-value of type C was 0.173 (F value was 2.737) , both P values were greater than 0.1. The
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stability verification was in line with the requirements. Conclusion Two kinds of national standard HBV

genotype B and C genotypes were prepared, which provided the basis for the quality control and

standardization of HBV genotyping reagent in China.

[KEY WORDS] HBV; genotype; National Standard , quantitative determination
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Changes in serum ACA , D-dimer, IP-10 and PLGF levels and their relationship with preg-
nancy outcomes in patients with preeclampsia

ZHANG Pingping*, MIAO Jing, LI Ling, WANG Zhihua

(Department of Obstetrics, Zhangjiakou First Hospital , Zhangjiakou, Hebei, China, 075000 )

[ABSTRACT] Objective To study the variations in of serum levels of anticardiolipin antibody
(ACA), D-dimer, interferon-inducible protein-10 (IP-10) and placental growth factor (PIGF) as well as their
predictive value for adverse pregnancy outcomes in patients with preeclampsia. Methods 62 patients with pre-
eclampsia admitted to Zhangjiakou First Hospital from February 2020 to June 2021 were selected as the sub-
jects. They were divided into two groups: mild (30 cases) and severe (32 cases). In addition, 58 normal par-
turients who gave birth in the hospital during the same period were included as the control group. The serum
levels of anticardiolipin antibody-immunoglobulin G (ACA-IgG) , anticardiolipin antibody-immunoglobulin M
(ACA-IgM) , D-dimer, IP-10 and PIGF were measured in each group. Follow-up was conducted until the end
of pregnancy, and the pregnancy outcomes were compared among the three groups. The relationship between
serum levels of ACA-IgG, ACA-IgM, D-dimer, IP-10, PLGF, and pregnancy outcomes was analyzed. The

efficiency of these serum levels in predicting pregnancy outcomes was analyzed using the receiver operating

Ae A RE v T EEAA R A (2121106D)
B A R T o TR — B A, T, R 2 075000
*BAZVEH K, E-mail : pingping9233@163.com
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characteristic curve (ROC). Results The levels of serum ACA-IgG, ACA-IgM, D-dimer and IP-10 were
found to be higher in the severe group compared to the mild group and the control group (F=102.643, 155.868,
170.863, 286.744, P<0.05). Conversely, PLGF levels were lower in the severe group compared to the mild
group and the control group (F=59.953, P<0.05). The total incidence rate of adverse pregnancy outcomes was
higher in the severe group compared to the mild group and the control group (¥°=20.284, P<0.05). Serum levels
of ACA-IgG, ACA-IgM, D-dimer and IP-10 in patients with adverse pregnancy outcomes were higher than
those in patients with good pregnancy outcomes, while PIGF level was lower than that in patients with good preg-
nancy outcomes (=6.371, 5.573, 5.307, 7.257, 5.734, P<0.05). Serum levels of ACA-IgG, ACA-IgM, D-di-
mer and IP-10 were positively correlated with adverse pregnancy outcomes, and PLGF level was negatively cor-
related with adverse pregnancy outcomes (r=0.292, 0.359, 0.297, 0.282, —0.318, P<0.05). The ROC curve
analysis results showed that sFIt-1 and PIGF were effective in predicting pregnancy outcomes in patients with
preeclampsia with PIGF being the most efficient. The corresponding cutoff value, area under the curve, sensitivity
and specificity were 72.04 pg/mL, 0.856, 87.20% and 80.18% when the Yoden index was the highest. Conclusion

Serum ACA, D-dimer and IP-10 levels are abnormally increased in patients with preeclampsia, while PLGF

level is abnormally reduced. These indicators are closely associated with adverse pregnancy outcomes.

[KEY WORDS] Preeclampsia; Anticardiolipin antibody; D-dimer; Interferon-inducible protein-10;

Placental growth factor
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Table 1 Comparison of general data among the three groups of pregnant women (x +s)

4151 n AEIR (%) 2P B R ST iR A (kg/m?) R 7R A2 ()
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iy 32 30.05+5.84 21.96%2.42 2.52+0.76 1.65+0.57 14.42+0.54
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32X TAEFRE 2k ( ROC) 43 #T 5 P<0.05 k22
SRR L

2 #HR

2.1 =417 ACA-IgG . ACA-IgM . D- — K 1{k |
IP-10 .PLGF /K-
ACA-1gG . ACA-IgM .D- — 5 {4 1P-10 41 7] Lt

(P<0.05) . PLGF 4[] FbAs « 515 2 <’ B 4l <X R
H, EZRAGIE L (P<0.05), WL&E2,
2.2 FUUTIRES R

SN AR URES R R AR R A > R A >
XFHRAH , BA Geit 27 L(P<0.05) . W33,

®3 ZHARIFREBIEE (2(%)]
Table 3 Comparison of adverse pregnancy outcomes among

the three groups [1n(%) ]

Apgar  J5d% s
M n BpE O ARREIL PR B .LUIH; At

<74 )
XEZ.58 1(1.72) 1(1.72) 0(0.00) 0(0.00) 0(0.00) 1(1.72)
BIEA430 2(6.67) 2(6.67) 1(3.33) 1(3.33) 1(3.33) 7(23.33)
HE41328(25.00) 9(28.13) 4(12.50) 4(12.50) 3(9.38) 12(37.50)
71 13.718 16465 8.064  8.064 8379  20.284
P{H 0.001  <0.001 0.018 0.018 0.015 <0.001

2.3 A[EIEIRES 22 A1 ACA-IgG . ACA-IgM
D- 3K .IP-10 .PLGF /K°F

AN RIER B M 7E ACA-IgG . ACA-IgM . D-
AR IP-10 7K1 B2 & T R AP SR R f8 % (P<0.05)
1M PIGF 7K ¥ B AR T B3 48 iR 5 4 (P<0.05) .

B A SR A SR R4, LRSI R4

x2 KHAME ACA-IgG,ACA-IgM . D-—EE{K IP-10 . PLGF /K ELLE. (x+5)
Table 2 Comparison of serum ACA-IgG, ACA-IgM, D-dimer, IP-10 and PLGF levels among the groups (x +s)

21 n ACA-1gG(GPLU/mL)  ACA-IgM(MPLU/mL) D- %M (mg/L) IP-10(pg/L) PLGF(pg/mL)
X IR 58 3.25+0.90 1.08+0.31 1.22+0.35 689.45+100.63 90.69+15.33
PR 30 6.08+1.68" 2.23+0.62* 3.01+0.92° 1026.47+115.89" 70.59+10.36°
wEH 32 9.11+3.02° 4.10+1.32° 6.12+2.11° 1248.24+118.36™ 62.58+7.26"

F1§ 102.643 155.868 170.863 286.744 59.953

P <0.001 <0.001 <0.001 <0.001 <0.001

X B AR, "P<0.05 ; 52 BE A HL#R, °P<0.05 .,

x4 AEFREFZAME ACA-IgG ACA-IgM . D- R IP-10 /K FLb % (v+s)
Table 4 Comparison of serum ACA-IgG, ACA-IgM, D-dimer and IP-10 levels of pregnant women with different pregnancy

outcomes (x+s)

4151 n IgG (GPLU/mL)  IgM (MPLU/mL) D- & /A& (mg/L) IP-10(pg/L) PLGF (pg/mL)
RIFTIRE M BE 104 5.14+1.67 2.04+0.60 2.79+0.91 894.34+109.38 80.62+12.04
AN RATYRSS /) & 16 7.98+1.59 3.04+1.02 4.17+1.30 1107.16+108.01 62.23+11.25

tHH 6.371 5.573 5.307 7.257 5.734
P1H <0.001 <0.001 <0.001 <0.001 <0.001
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2.4 I} ACA-IgG . ACA-IgM . D- - {K [ IP-10.,
PLGF /K- 55 I YR 25 Jay B9 FH & 0 A

IM%% ACA-IgG . ACA-IgM . D- —- & {K [ IP-10 7K
T 5 A R AR IR 45 Jm 5 OE AH 2K (r=0.292. 0.359
0.297.,0.282, P<0.05) , ifif PLGF /K V- 5 R R g 4%
Jry E 1R 56 (r=—0.318, P<0.05) .
2.5 [fiLi% ACA-IgG . ACA-IgM .D- "R {K .IP-10,
PLGF 7K~V XA R AEUR 45 =y 132 W ]

ROC £ Hr4s R 87~ , ACA-IgG . ACA-IgM

D- Rk [ TP-10 . PLGF Tl 7 A ) 28 3 (- YR &5
Jr 5 BT e v I RLRE , L v PIGF 8% R B i, 298
i HI I e B N I SE{E R 72.04 pg/mL, AUC
0.856 , LRl 87.20% | FF 5 M 80.18% . L
5. K1,

3 itig

A5 45 B EB] ACA-IgG . ACA-IgM .D- — %
& IP-10 7K V- T} 15 LA & PLGF &A% 5 T 19 & 4

£5 IniE ACA-IgG,ACA-IgM . D- B4k IP-10.PLGF 7K X1 7 B 1E iR 4 B B9 T il 43 47
Table 5 Predictive analysis of serum ACA-IgG, ACA-IgM, D-dimer, IP-10 and PLGF levels on adverse pregnancy outcomes

Eitan s AE AUC 95% CI PEFEHL HURE (%) TSR (%) P
ACA-IgG 6.46GPLU/mL 0.829 0.75~0.89 0.65 85.21 79.79 <0.001
ACA-IgM 2.37MPLU/mL 0.771 0.68~0.84 0.62 89.65 72.35 <0.001
D-— Rk 3.34 mg/L 0.816 0.73~0.88 0.62 88.46 73.54 <0.001

IP-10 923.68 pg/L 0.769 0.67~0.83 0.61 80.88 71.12 <0.001

PIGF 72.04 pg/mL 0.856 0.78~0.89 0.68 87.20 80.18 <0.001

2 e U5
ACA-IgG
ACA-IgM

= D-RIE
P10

— IPLGF
=T

B 1 ROC & 53H
Figure 1 ROC curve analysis

P RE AT 5%, SRR oE R 45 AR, &
JE T ET I AT 5 & S R G0 RO, {45 Bk
U 40 JH 8 3% L 77 2 R 1gG L IgM AT IP-10, I B ik
F i, S8 ACA-1gG . ACA-IgM }% TP-10 7K -
SRR R I AR I P AT
i, B/ INAORS B R it AR PR, B0 it /)
S IR SR 8 11 2R B 1 Ak, T I /N R 38 R R
MRS R S FED- RIUEKET . EE R
T A6 A PR R A L fig A2 0t WT g 5 3 PLGF
A3 L, BT UM PLGE KRR, 5
T A T T R R A R e N
IRBE AR g/ 1 5 e A R A 3 IO AR AL
SRAN I T RE TR G RO KL Y B Az i
L IRAEBR AR /)N, T A A LR R AR ) 2D A
FIRATHI e R, RS W

UEAh , A B 5T & BRI I ACA-IgG . ACA-IgM |
D- K IP-10 /K548 R AR IR S5 R 2 1A 5C

1M PLGF K -5 A R AT IRES R 2 A 6. 7ok, A
WFIEIE K B, 1R 48 B T - 77 0 AR A AT R &5
Jey 5 BLA s sk ig , Hovh PLGF &Lk f % . PLGF
FELERR IR 8w At D RE T I A A
Al FFIE R YR'™ . PLGF & % 20 W I A Y I
A K B F 1 VE T, PLGF &t = 7] G 23 5% i it L N
S I 08 AR B 1 i 26 B, AT S O AR
AV O o LR RE S5 R A 2 5 T R R4
PET i ] R 2 e BE R VR P T 40 R
20 B % 5 AN DI RE , T 5 B e 38 25 AL AN 4 i
JUKUE 3 I . ACA 1E 2 H B S BEPLAA , >4 Il ¥
ACA-IgG . ACA-IgM Tt , & IHHE L G 2 it 52 18 )
IR, P2 ACA BB ML, 51 e R4 B r e S
Bt M AT REB E B A LA A iR
R ER AT IRES R ARG . D- A 1M
EELE =), T K b FE T DR B I i B g
MG BREE . EZR IS ST e S S BRI RS &
L, 18 BG BT B A, S i LA RS IR, 3L
ZR0A P A A R v IR B A AR R R E L S B
Jif LA A AR R E NI Apgar P14 55 R KL 4%
Jat o, IP-10 & —Fkafb R 7, BAT fafk 0 sl
B AR VE I . FELE ORI, TP-10 KFid i, & %
2RI RGeS R IR S T e S, B R
72 A AR T R R 25 3 SR R AR R4S = 1 XL
B PLGF J2& i 2520 e 430 1) — Fp AR i LA
H5REWHET, TUENKRETIRE (FT#% 126 1)
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. a
.’I,/a 3 e

AN RIS AT SEFCK o RIS 1= LR IR A A
PR T RAPER BRI RER) 550

PR FWF T seAl AR XA EF HKaer®

(# ZE] BH HWAFEGRG A LR S E 57 5 WU AR AR (LM) B R B R TR
N FRIAHIDIRERI R . ik BRI 2020 4F 3 H 2 2022 4F 3 H B & i dro0 B BT LM = AL
Jei FR A 08 BN 42, LI BHMLEC 7 2 105 0 AR 4 (n=32) (@ A4 (n=32) BOA IR (n=34) . X}
WAL 25 T 8% B0 4 B PRI A B0, A1 o 791 2 4 7 % R 3ty L 430 (6 0.1 ,0.5 g/ (kg - h) £ BTk EF
ARG, W = HAEARTT AT 1.d.3 d a7 [ B-AMERR (B-EP) 5 H1E EJRER (NE) (P-# BT (SP)
RPN F [N -6 (IL-6) M IRFE H - (TNF-a0) . C 45 1 (CRP) JHITA N T BE [ LA fii 5ok #i
RAEER(MMSE) PP ], b AR B AR RN EAEZ, 4R ARJ51dHB-EP.NE.SP.IL-6 . TNF-a
J CRP 7KV 18 = 41 0] 1) L A8 2400 o ) dt 2 < I 50) o 21 <X HR L, 22 R B8 LA e it 22 3 L (F=9.132,
14.376 .62.570 ,42.254.37.120 ,36.830, P<0.05) ; K J5 3d i) B-EP .NE,SP .IL-6 , TNF-a 2 CRP 7K-F- 7 — 41
(] 719 LU 35 227 20 « e 7)o 2 <TG e 2 <X R4, 25 S 1 LA Gt 2 3 L (F=8.903 .10.280 . 73.878 . 19.720
29.216.,46.666, P<0.05) ; RJ5 1 d B MMSE 1 26143 LA 0 « @i >R >0 R, 2 R A 5
£ L (F=81.318,17.564, P<0.05) ; R 3 d ) MMSE 8 2 ¥4 FL#5 R - e 771 b 2 >G5 2 > 0o R 4,
Z 5 BB G L (F=17.564, P<0.05) ; AN BRI &4 B8 =AM, 22 7R I0 82 2 L (P>
0.05). &5 0.5 pg/kg A7 LR E B BRI LM A 5 PR B il B 3 Rk g, AR 1 F8 3 AR A
HITIREM A, He e,

[EIA]  ASEIEWE; EREETFEIREHRA; ZREF; RN ; AT hE

Effects of different doses of dexmedetomidine on pain factors, inflammatory factors and

cognitive function in patients undergoing laparoscopic myomectomy

HU Weilan', LI Mingyong'*, HAN Weili', SHAO Kun', DOU Wutao', HAI Yang', CHEN Shengyang®

[1. Department of Anesthesia and Perioperative Medicine, Xinxiang Central Hospital (The Fourth Clinical
College of Xinxiang Medical College ), Xinxiang, Henan, China, 453000; 2. Department of Anesthesiology,
the First Affiliated Hospital of Xinxiang Medical College, Xinxiang, Henan, China, 453000 ]

[ABSTRACT] Objective To investigate the effects of different doses of dexmedetomidine on pain
factors, inflammatory response and cognitive function in patients undergoing laparoscopic myomectomy
(LM). Methods A total of 98 patients with uterine fibroids who underwent LM in Xinxiang Central Hospital
from March 2020 to March 2022 were selected as the research objects. They were divided into the low-dose
group (n=32), the high-dose group (n=32) and the control group (n=34) by random number table method.
The control group was treated with routine general anesthesia, and the low and high dose groups were treated
with 0.1 and 0.5 pwg/(kg-h) dexmedetomidine respectively based on the control group until the end of the oper-
ation. The pain factors [ B-endorphin (B-EP), norepinephrine (NE), P-substance (SP) ], inflammatory fac-

KA A TdE BRI R BE LR B 32 R B (LHGJ20210919)
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2. % 9 BEFIRE — M E ERREA, 7é, 3 % 453000
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tors [interleukin-6 (IL-6), tumor necrosis factor-a (TNF-a) , C-reactive protein (CRP) ] and cognitive func-
tion [ assessed by mini-mental state examination (MMSE) ] were compared among the three groups before op-
eration and 1 and 3 days after operation. The incidence of postoperative adverse reactions was compared among
the three groups. Results The comparison of 3-EP, NE, SP, IL-6, TNF-a and CRP levels among the three
groups 1 day after surgery was: high-dose group <low-dose group <control group, and the differences were sta-
tistically significant ( F=9.132, 14.376, 62.570, 42.254, 37.120, 36.830, P<0.05). The comparison of
B-EP, NE, SP, IL-6, TNF-a and CRP levels among the three groups on the 3rd day after surgery was as fol-
lows: high-dose group <low-dose group <control group, and the differences were all statistically significant
(F=8.903, 10.280, 73.878, 19.720, 29.216, 46.666, P<0.05). The comparison of MMSE scale scores on
the first day after operation was : high-dose group >low-dose group >control group, and the difference was sta-
tistically significant (F=81.318,17.564, P<0.05). The comparison of MMSE scale scores on the 3rd day after
operation was as follows: high-dose group >low-dose group >control group, and the difference was statistical-
ly significant (F=17.564, P<0.05). Conclusion Dexmedetomidine at a dose of 0.5 pg/kg can reduce pain

and inhibit the inflammatory response in LM patients, promote the recovery of postoperative cognitive function.

[KEY WORDS] Dexmedetomidine; Laparoscopic myomectomy ; Pain factor; Inflammatory reaction ;

Cognitive function

J15 1 55 5 WLJEE SR K (1aparoscopic myomec-
tomy, LM) 2l R 32 W I —Fh FARIG97 5
WUsE =X, BRI/ RS AR AL, 1 AN
o AHARAIAEAE TR RO 5 R AR G 500 R
A RAE S8 A IR, e R 5 R . Rk, T
A RIS S B T S AR IR 25 W il G
W, A7 RFEKE B BT B LR PR S
JEERL, O TR T AR, R
LM 15 SEFEREE FHZG ) B, AT 5T T A [ 5]
7 FEFEWRAE X AT LM BR8P0 A 1 L AR A B g Al
HTIREREZA , B AT .

1 ERAT

1.1 — Kok

1 HL 2020 4F 3 H & 2022 4F 3 H#H & i bt
P Be 5 30 AT LM 1Y 5 JLIEE AR 98 191 Sy A 5 %
%, LABEHLE 7 3R 15 40 AR i 20 (n=32) L &5
w4 (n=32) XX B4 (n=34) . 9 AbRUE: OFF
B FEIESERE . OFfF G LMIEME", #
W7 F ARG s @I REAE IE FFF A b @3 = R
e = Ul #1p 25 (American society of Aneshesiolo-
gists, ASA) /g T~ % ; OB E L FKIEXTA
R AE R . HEBRAnifE: O it 8, @4
I A M R s & IR IR AN B RE B
TR B 28 RGP o IR o 2H 4 87 1 (54.39+
5.91)% ; USRI BT 15 9], [ )77 8 1], e
flls o Bl o a7 B 4 AR B 2 AR 7 34 (55.18+

5.42) % s WU 257 BN 13 441, R #0445 11 6,
oAt 8 ] . X B4 AR % 7 3 (55.63+5.07) 4 5 L
AR KR 16 91, A A 12 6], HoAt 6 1
— B H AR WU AV A L, 22 R RS
R (P>0.05) . ABFSEE B 2 G BE B
e ZE S At
1.2 FREE ik

JBR 75 S T, AR o 7 A 2 RR S O 2 18
kA 01,05 pg/(kg-h) $h R 47 £ 40K & 0
S CJR R 250 B iy A1 BR A /), B 25
H20213780) 10 min, #& J5 70 4% 8 0.1, 0.5 g/
(kg-h) Fh MR A7 EHEIKE T ST A R ik 2 F A
SEAAE 2] G R AR ) 5 2008 i Ik O T A
AN IR . RIS S A Bl P 4 2R TR B
0.1 mg/kg . B 1K A (VT 95 BLAR 25\ By A R 2
H), [ 25 i 7 . H19990027 ) 0.05 mg/kg . Hit 25 K Je
([ 245 4 AT T A BR 2 W) AR 37 4328 ), 1 24 4
H2012342) 2 pg/kg  PIIA B (7 AR 5% T 245 4 B
N 25 ME T H20084457) 2 m/kg #i K 45 25 .
PR e 24 - — 41 4 06 FH I IA B 4 mg/ (kg - h) (i 2F
KJE 0.1 wg/ (kg min) , [H] fE 45 min i F 4 5 5%
£ 0.1 mg/kg
1.3 WELIE R
1.3.1  J&IR 7 B ek sy R 7

TR EARSG 1.3 d 4350 il BB 3 25 1 e ik
ML 4 mL, 3 500 r/min (.0 428 : 8 om) §5 8T 25
> 10 min f5 , B2 0 , DA I 4 758 W Bt 56
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R OGRR &M A B E T A YR A R A R K
2 4R

i B-PI Ak (B-endorphin, B-EP) .25 H1 IR &R
(norepinephrine, NE) , P-# it (substance P, SP) .
F141 % -6 (interleukin-6, I1L-6) . il 983 ¥R A K 1 - o
(tumor necrosis factor-a, TNF-a) M C 2 I &
(C-reactive protein, CRP) /K-, Jr 45 £ il 4 /E 1
Fie BRI G B A 5 7 A8 R A T
1.3.2 JAHITIARE

LT 2 A #i R 25 B 3% (mini-mental state exami-
nation, MMSE) 1147 , 1% 1 45 4375 [l 0~30 77+, 1
TS INVHITIREIEARE
1.3.3 KRR

SR BHE T ARIFRBIARSG 3 d AR LA
T
1.4 Gotsorik

B 7 % SPSS 23.0 #E47 . iR %R
(x+s)FR , LB LA T LSD-1 K, Z 240 A e
BAT T 2001 s TH B R LA [n (%) 130R 4T K
%o P<0.05 HZERAGIEEL.

21 HARRIEARSE 1.3 d BN F T
AJE1dM&3diyB-EP.NE & SP /K 7E
LAY LA O . R A <R R A <X
M, 2R AEA5%IF2%E L (P<0.05) . W
* 1,
2.2 ZHHARFIMARIG 1.3 d RSN IH T HEE
AJG1d M3 diIL-6 . TNF-a & CRP /K-F
TE =2 IA] (0 L334 Dy - v ) o 2 < IR 2 <X
M, Z9HHEAZI¥E L (P005) . W
*2,
2.3 ZHHARRFIKAARJE 1.3 d B MMSE 1143 L8
ARJG1d &3 dH MMSE PE437E = 20 18] 1 3%
i ) >R g > X B, 22 S B Se it
B (P<0.05)., W3,
2.4 AR RN AL R
AR RN EA R = AR, 225 150t
R (P>0.05), W4,

®1 ZHARBRAF 1.3 d#B-EP.NE K SPKFEHEL (x+5)
Table 1 Comparison of the levels of 3-EP, NE and SP in the three groups before operation and on the 1st and 3rd day after

operation (X +s)

bzt P i) Xf BZH (n=34) AN (n=32) @55 adl (n=32) FH P
B-EP(pg/mL) ENil] 145.87+22.89 146.04%21.95 145.43+22.58 0.006 0.994
RJF1d 208.73+29.43" 194.37+25.73“ 180.76224.13“ 9.132 0.0001

ENERE 183.43+25.74" 170.32+24.51™ 157.90+23.46™ 8.903 <0.001

NE (pg/mL) AT 251.78+24.71 247.16+25.83 249.19+25.12 0.279 0.758
AJF1d 308.64+26.97° 204.91£23.65" 276.34222.54" 14.376 <0.001

AJF3d 289.19+24.52" 276.46£22.17" 263.61+21.83™ 10.280 <0.001

SP(ug/mL) AT 1.87+0.53 2.01+0.59 1.94+0.61 0.486 0.617
ENERE 8.29+1.47" 6.04+1.12 4.91£1.12% 62.570 <0.001

AJF3d 5.31+1.15" 3.6820.85" 2.53+0.74™ 73.878 <0.001

SRR T L, P<0.05, 5 R4ARJE 1 d AL, P<0.05, 5 X% FRZAAA 1L, P<0.05 , SRR LA L, °P<0.05,

F2 ZARBRARE1.3dHIL-6.TNF-a & CRPKEMHLL (x+5)
Table 2 Comparison of the levels of IL-6, TNF-a and CRP in the three groups before operation and on the 1st and 3rd day after

operation (x +s)

Eisn A (] XF R4 (n=34) 74 (n=32) F A (n=32) F1E P1H
IL-6(pg/mL) NI 67.79+5.43 69.04+5.52 66.96£5.76 1.132 0.327
RIF1d 103.57+8.52* 95.638.14* 84.45+8.74 42.254 <0.001

RJF3d 85.26+9.98" 78.82+8.07" 71.53+8.39" 19.720 <0.001

TNF-a(pg/mL) AH 5.96+1.17 5.71x1.34 6.03+1.68 0.459 0.634
AJE1d 19.73+3.89° 15.47+3.48" 12.28+3.15" 37.120 <0.001

ARJF3d 12.23+2.85" 9.97+1.85" 8.041.78" 29.216 <0.001

CRP(mg/L) AHT 3.94+0.81 4.06+0.73 3.89+0.86 0.381 0.685
RJF1d 15.84%2.59° 12.432.12* 10.97+2.37* 36.830 <0.001

AJG3d 9.65+1.94" 7.92+1.36" 6.02+1.13" 46.666 <0.001

SR AT, P<0.05, SRILAARG 1 d AL, P<0.05, 5% LA, <P<0.05, SRFIE A0 1L, ‘P<0.05,
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®3 ZHAARBRARE1.3dHMMSEESHEE (x£s)
Table 3 Comparison of MMSE scores between the three
groups of patients before surgery and 1 and 3 days after

surgery (x+s)

215 n AT RJg1d RJG3d
bopiEEl 34 28.37+0.75 22.47+1.12" 25.46x1.97"
fEFIEZH 32 28.13+0.81  24.82+1.05°  26.23+1.72%
EREA 32 28562098  26.79+1.84  27.71+0.62"
Fii 2.059 81.318 17.564
PAH 0.134 <0.001 <0.001

SR ARRAE L, P<0.05, SR ANE 1 d M, P<0.05, 5Xf
MRLAAH LL , P<0.05, SAGH & 41AH 1, *P<0.05,

F4 ZHARRNERERILE (n(%) ]
Table 4 Comparison of the incidence of adverse reactions

among the three groups [17(%) ]

A on B PRUGE] By BEAER
SHRZH 34 2(5.88) 0 1(2.94) 3(8.82)
EFIE2H 32 3(9.38) 1(3.13) 2(625)  5(15.63)
EREE 32 3(9.38) 2(6.25) 2(625)  6(18.75)
7 1E 1.396
P 0.468

3 itig

LM AR s FRAE 2 51 8E N O N,
MRS I, 5w B AR F AR ROR ™ A
B, AR APERAE S0 R HAEAR TS R
R, AFITFARGRE . A FEFEE & —Fhomak
o B L RREE A2 AR, B R AR B, T
IR BN SR 55w R DI RE |, G2 ff PR 2 A0 R
YRR, ELBE 12 A T B AR SRR e R

LM A () B1) F 32 4l 8 25 5 m R 7K
AL, SR B IR . B-EP.NE M SP ¥
I PR FH (8 20 R 148 A, B-EP & — B P IR P IR
KW, HoKF L T2 3G 98 A1 Ji] b 28 AR Ak Je
AX A T A A AR J% (R I 5 AR 9 5 SP
AT DLGE o 35 0 ph 22 o T M TR AR SR 2
WM 28 R GE , TR A% 5 07 0 & 45 5 2R s NE
ST R 2 AN Rl 5T RIRER
TR - EREZE K BT EIRER RS,
Bk 28 50 1Y 2y M 5 9 R ) AR ARG A ML A4 o€
BRI I ARG R BOR , RE 1 d
K 3 d iy B-EP NE . SP & IL-6 /K F-7£ =410l 4y Lk
B Sy« v R R 2 <R R <N R, R A SR
FEWKE AT LUA 50080 4% B8 35 R 5 50 S vy, LB )
i ETE, HREA S R TR . AR I PLE AT
AE M, A7 2 FE MR X B T o BEAZ = AR AOR L TR

TR 2 il o2 BZ AR, DT A A5CHD PR IR 75 e ot
Ko T AR BT | L Y 5 JBopf 28 24 Ay, i NE 45 B ik
32 BHL, 32F 11 A5 250 b BEL T 95 A% 35, el e 2, T
Bifi % A7 28 FE K R 2 B 3G 0, S 2 RPE T R
N 18 i BN N 5 I NITITR G o NV S 3 € S T
F o IL-6 52 RAE R R A A, AE LA AZ )
L B A5 A5 B 25 3R B T 5 TNF- o J2 208 & P
() A BT, AT IR S8 RE B v CRP E 2 T
TEAL 9 RE SR (I AEAE ™ AR B . ARWFSE
AJ5 1d 2 3d #) IL-6 , TNF-a N CRP K78 =41
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Clinical significance of the TUBA1C in colon cancer

HUANG Ben, LIU Shuna, QIU Sijie, XU Ting*

(Department of Laboratory Medicine, the First Affiliated Hospital of Nanjing Medical University , Nanjing ,
Jiangsu, China, 210009 )

[ABSTRACT] Objective To investigate the expression of TUBAIC gene in colon cancer, analyze
the relationship between expression and prognosis with patients with colon cancer, and explore the relationship
between TUBAIC gene and colon cancer. Methods RNA sequencing data of colon cancer tissues and normal
tissues were downloaded from The Cancer Genome Atlas (TCGA ) and Gene Expression Omnibus (GEO) da-
tabase. R 4.3.0 software was used to extract the expression value of TUBAIC mRNA. Then, the expression of
TUBAIC in normal tissues and colon cancer were analyzed. In the following analysis, the correlation between
TUBAIC expression and clinicopathological parameters of patients were explored. Moreover, the Kaplan-Mei-
er survival analysis was utilized to analyze the relationship between TUBAIC expression and overall survival
rate of patients. The COX regression analysis was used to explore the prognostic role of TUBAIC in colon can-
cer. In addition, GEPIA2 database and UALCAN database were utilized to verify the expression of TUBAIC
and its predictive effect on prognosis. Gene set enrichment analysis (GSEA) was used to find the molecular
pathways between TUBAIC gene and the occurrence and development of colon cancer. Results Compared
with the normal tissues, TUBAIC mRNA was significantly upregulated in colon cancer tissues, the difference

was statistically significant (P<0.05). The expression level of TUBAIC was significantly correlated with the tu-
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mor stage of patients (P<0.05). Moreover, the overall survival rate of patients with high TUBAIC expression

was significantly lower than that of patients with the low expression group, the difference was statistically sig-

nificant (P<0.05). Multivariate COX regression analysis showed that TUBAIC could be an independent prog-
nostic factor for colon cancer patients (HR=1.993, 95%CI:1.077~3.010, P<0.05). GSEA enrichment analysis
revealed that TUBAIC was involved in cell cycle, DNA replication, mismatch repair, and the P53 signaling

pathway in colon cancer. Conclusion The TUBAIC gene is highly expressed in colon cancer tissue and is re-

lated to the patients’ prognosis. It can participate in the occurrence and development of colon cancer through a

variety of carcinogenic pathways, which may become a new molecular marker of colon cancer.
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Efficacy of Jinghua Weikang Capsule in the treatment of chronic atrophic gastritis and its
effect on inflammation and pyroptosis mediated by the NLRP3 pathway

ZHOU Daguang*, SHI Lei, LI Chen

(Department of Gastroenterology , Shouxian People’s Hospital, Huainan, Anhui, China, 232200)

[ABSTRACT] Objective To study the therapeutic efficacy of Jinghua Weikang capsule on chronic atro-
phic gastritis and its effect on NOD-like protein receptor 3 (NLRP3) pathway mediated inflammation and pyropto-
sis. Methods Patients with chronic atrophic gastritis admitted to the Department of Gastroenterology of Shoux-
ian People’s Hospital from January 2021 to March 2022 were selected for the prospective study and were divided
into the observation group (n=58) receiving Jinghua Weikang capsule combined with Western medicine and the
control group (n=57) receiving Western medicine by random number table. After 4 courses of treatment, the ther-
apeutic effect, TCM syndrome score and gastric mucosa pathological score were evaluated, and the mRNA ex-
pression levels of NLRP3 and Caspase-1 in gastric mucosa and the levels of IL-13, IL-18 and GSDMD in serum
were detected. Results The effective rate of the observation group was higher than that of the control group, the
difference was statistically significant (P<0.05). After treatment, the TCM syndrome integral of gastric pain, gas-
tric fullness, belching pantothenic acid, eating less and tolerating poor, the pathological scores of glandular atro-
phy, intestinal metaplasia, dysplasia, the mRNA expression levels of NLRP3 and Caspase-1 in gastric mucosa,
and serum levels of IL-1f3, IL-18 and GSDMD were lower than those before treatment in two groups and the
observation group was lower than the control group, the difference was statistically significant (P<0.05).
Conclusion Jinghua Weikang capsule treatment can improve the therapeutic effect of chronic atrophic gastritis,
improve traditional Chinese medicine syndrome and pathological changes of gastric mucosa, and inhibiting
inflammation and pyroptosis mediated by the NLRP3 pathway may be the related molecular mechanism.

[KEY WORDS] Chronic atrophic gastritis; Jinghua Weikang capsule ; Nod-like protein receptor 3; In-
flammation
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NLRP3) 4 i /N4 (15 38 A3 1 45 2 i 2 1z 1 4 g
BT 5ENEHREE RN ELE KRS PEIN
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1 MN&E5FE
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VEFE 2021 4F 1 H & 2022 4F 3 H 5 8 A RER:
TH AL NRHICTA 18 1 25 20 1 9 R VR M IFGE T
% MARRE : O RE ESE P B R iR &
Y7 IR L (2017 4F) )P R, 2 B B2 Wl
e S R Q& (B EgREE R B2y
LRI (2009, BIID Y i S HE 55 IErIbRIE ;@ A
B, 2 E M FRE A . HEbRbriE : OB H
fLiE Bz M @6 I 1 B e MR R R
3 @A IO DhREA 4 B bR . Oify7 i i
H AN R ROV T RTRYT s @A T8 e T /R

g A 120 BB R LB 253 WLER
20 60 IR X HEZH 60 4], 167 1L B2 oS 41N 7% 2
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TR A 5711, PIZL— M FEk} A 22 R 4 o4t it
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B A0 32 DL 2t
1.2 RIT Ak

X HEZH 25 5 5 IV B2 2509897, MR BRI
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PR PO BT 25 14 K 5 WA 4176 H FLVG = 25 903597
P SEAE o 4G R e R 2 kL BEH 3R
Mo BEIILL2 B — TR LAY 41T R
1.3 MESRKG I 45 A

BT R FAIIRIT 4 97 R JG PEAT 48 AR 1 ISR

®1 WA-BABLLE (2(%), (x25)]
Table 1 Comparison of general data between the two groups
(n(%),(x£5) ]

T p— R
Ei i (%) (4F)  FFRRRge
WAL 58 32(55.17) 26(44.83) 47.51+6.61 2.12+0.32 18(31.03)
XHIR4] 57 28(49.12) 29(50.88) 46.66+5.85 2.22+0.35 21(36.84)
2t 0.422 0.730 1.600 0.433
P14 0.516 0.457 0.112 0.511

Rl . 2 RECH B rh BEE R IT 40 22) 6 B 0
a2 R D g 2 G I IR A R AT D
gy, BT BRE h BEIEAR R S IR E ik
P HTE PR 45 A2y LRI (2017 42) ), % B B
JEE R AT 05 BRAG A JT X BRAR 2= 48 W b R Ak Rl
HA ATV A BBy | T R e Bk R
B A 20, R 2 e 2 PCR A & (bt K

A AL B A B2 W] ) %6 0 NLRP3 | Caspase-1 11
mRNA FR 7K BUMLIE , 2R FH IR S5 W B 1)
& (CHEER A YR A R A W) )R IL-18 \IL-18
GSDMD (17K,
1.4 JPROFH bR e

BIT AT S IRe 2= E S Ry
BE 45 A 297 SR E W (2017 48) )P AT ST RPEAY
FRUEUNR : OIE AL P BE IR A4 SR R f%=95% ,
RS R A P IE R @ WA B R RS
S FTUR B 70%~95% , '8 b 5955 JHLKS: £ $2 7R 9 A8
FEl 46 /N=T5% s A R : T BEIE B4 SR R B 30%
~T70% , & Fb I8 9 B AS A £ 715 995 22 ¥ [ 45 /)N 50% ~
75% ; ICEL : KA B Wb . A k=1 R A
B+ S8+ R 1R ]x100% .
1.5 Giile#abs

K H1 SPSS 24.0 G831 2% 8k 47 B s b 2R
THECFE R n (%) FoR , L] 3Rk R TR 56
TR ERLR ] (v +s) R, 4B L HCR H e K0 56
Ph P<0.05 K2R A G Lo

2 #R

2.1 PRI PRI R AL

WEH IR AR TR A, ZR A%
Pt L (P<0.05), WL 2,
2.2 Y RS iR

BITIE I B HIEW Rz B
2619 T B BRI TR YT AT, HOWEE AR T X5
MR, 2 R A G2 L(P<0.05) . L33,
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®2 WMARKTHLE [2(%) ]
Table 2 Comparison of clinical efficacy between the two

groups [n(%) ]

R5 THHEBFHEESH NLRP3, Caspase-1 mRNA Fi& 7k F
Lb& (7+s)
Table 5 Comparison of NLRP3 and Caspase-1 mRNA

21 5] mAr WA AR Tk T expression levels in gastric mucosa between the two groups
US| 24 19 10 5 53(91.38) (xxs)
X A4l 20 15 7 15 42(73.68) NLRP3 Caspase-1
i 6.265 2851 T e -
fﬁ 0.012 YT R IR YT I
: pUk 34| 1.05+0.17 0.46+0.05" 0.96+0.11 0.44+0.06"
) 2 o 2 .00=0. .78+0.08" .00=0. .70£0.08°
S L o o
‘FEI\ TTTE N H%'k 12':% éfﬁ o b AR A A P{H 0.072 <0.001 0.065 <0.001

HE R BRAR MR IR YT T, LSRR T X e 4,
ZRME S FE X (P<0.05), WL#E4,
*®4 FASFHERERSLLE (F+5)

Table 4 Comparison of gastric mucosa pathological scores

between the two groups (x+s)

IR 45 Jin L B Al e S U A
WIFET fTIE TR T)E RITET TS

iRl

WELZH 2.31+0.221.01+0.12°1.422+0.130.60£0.07° 1.28+0.190.55+0.06"
X B 2H 2.25+0.241.62+0.14"1.4620.160.93+0.11°1.34+0.170.78+0.07"

AL NIRRT TR SRR A, 'P<0.05,

AR TR R, DA R T X R4, 22 5 1 4t
ieF B X (P<0.05), W6,

3 it

TRIAE 18 BB 48 1) 3 B o RIS K ATAE,
IR B R BRI A DR, K AAE B A

1398 25102 1473 19228 1784 18929 8 P CHORS A DAL, PR PR IR A ¥ 35 e N FE A
P 0165 <0001 0144 <0001 0077  <0.001 Sk H7 CEf I E e S RO HE L AR 2

Y ALPIAYT R ST A, P<0.05.
2.4 4 E MY NLRP3 | Caspase-1 mRNA $ik
K- 55
RIT I, W4l S B b NLRP3 | Caspase-1 1
mRNA FR KKK TIEI7 AT, H WSS T %5 1]
H, ZRWA G E X (P<0.05), WEKS5,
2.5 WL I IL-1B8 .IL-18 .GSDMD /K- [t #¢
YBIT I, P4 I TL-18 \IL-18 .GSDMD 4 7K

i = D2, T B e T B3R 9T RE A5 4 1E
B B BH A, 2 10 A5 2 ) P BRI o A G I
PRAESE 45 SR 7, I A6 R S0 48 77 b 1] R e A
R 12 P R BIR YT ROCR W, BEE A B,
SR e RAER AT PP R AR o AR I T
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Wty i A L0 IR AL B BRI 4 nT R R T A
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x3 FWAHPEIEERRSEEE (xs)

Table 3 Comparison of TCM syndrome scores between the two groups (X +s)

- P I B o
T IR T WTR  wTi wiR  wri i
PO =<7l 3.12+0.38 1.65x0.20° 3.84+0.42 1.70£0.18° 2.73x0.29 1.25x0.14° 3.77x0.41 1.60£0.20°
Xif B4 3.20+0.41 2.18+0.22* 3.91+0.46 2.32+0.24* 2.68+0.32 1.71x0.17° 3.68+0.39 2.25+0.22"
tH 1.085 13.522 0.852 15.690 0.702 15.852 1.206 15.584
PiH 0.280 <0.001 0.852 <0.001 0.484 <0.001 0.230 <0.001

T IRYT IS 56T HT LU, *P<0.05.

k6 WAMPBIL-18.IL-18.GSDMD KFLLE (x+s)
Table 6 Comparison of serum IL-13, IL-18 and GSDMD levels between the two groups (x#s)

. IL-1B (ng/mL) IL-18(ng/mL) GSDMD (ng/mL )
RITHT W bEEagin] BIT I RITHT WA
WAL 34.13+4.12 16.64+1.88° 11.32+1.65 6.75+0.68" 9.49+1.33 5.61+0.67"
popitcEil 33.76+3.58 22.51+2.44° 11.88+1.52 8.91+0.94° 9.84+1.24 7.72+0.88"
t{H 0.514 14.466 1.892 14.137 1.459 14.483
P14 0.608 <0.001 0.061 <0.001 0.147 <0.001

T L NIRYT S 56T RT LA, *P<0.05.
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Analysis of spinal muscular atrophy carrier screening and prenatal diagnosis of 1 241 preg-
nant women in Pingxiang area

GAN Jianling*, ZHU Yiyi, LIU Wang, DING Fanggqi

(Genetic Laboratory, Pingxiang Maternal and Child Health Hospital , Pingxiang, Jiangxi, China, 337000)

[ABSTRACT] Objective To investigate the mutation carrier rate of human motor neuron survival
gene 1 (SMNI) and analyze the clinical significance of prenatal diagnosis of SMA in 1 241 pregnant women in
Pingxiang area. Methods PCR technique was used to detect the deletion of exon 7 and exon 8 (E7, E8) of
SMNI gene in 1 241 pregnant women. The husbands of pregnant women carrier were also screened, and prena-
tal genetic analysis was provided for the couples with both positive results. The results were further confirmed
by multiplex ligation-dependent probe amplification (MLPA ). Results Among 1241 pregnant women, a to-
tal of 16 SMA carriers were detected, including 15 cases of simultaneous heterozygosity deletion of E7 and
E8, and 1 case of single heterozygosity deletion of E7, with a carrying rate of 16/1241(1.29% ). One pair of
both spouses were found to be SMA carriers. It was finally confirmed that the fetus had homozygous deletion
of SMNI gene E7 and E8 by MLPA technique. Conclusion SMA carrier screening can screen high-risk fetus-
es and effectively prevent the birth of SMA children with SMA. It is of great significance to the prevention and
control of birth defects and reducing family economic and mental burdens.

[KEY WORDS] Spinal muscular atrophy; SMNIgene; Carrier screening; Prenatal diagnosis; Pingx-

iang area

A & P WL 25 4 AE (spinal muscular atrophy, WLRI R , F2 B IE 2  iT fis s & otiR 1k,
SMA ) J& i iz 8l #f 28 JC A7 1% 3£ [ 1 (motor neuron B FEER AT AL ST R4, 2R
survival gene 1, SMNI ) it {3 5 2 ) —Fp 25 W ph 22 KR AR v AR (R L B ), IRt = A 4 5
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Table 1 Copy numbers of E7 and E8 of SMNI genes in

1 241 pregnant women
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Figure 1 Comparison of STR between fetal amniotic fluid

and maternal peripheral blood samples
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Figure 2 Copy numbers of E7 and E8 of the SMNI gene in
the fetal
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Figure 3 Copy numbers of E7 and E8 of the SMNI gene in

the mother
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Figure 4 Copy numbers of E7 and E8 of the SMNI gene in
the father

RS iR LA T PR W R AS U
WFFE R WIN JET 3 0 PR R0 A it 26 55 B
PCR (1) 77 ¥ & —Fp R el f IRA IR AT
() 2%, 18 T KRB Y SMA #5717 35 i A . (22
BRI A — E M EOR R B, 5T
HATr A , BB A 405 WL “1+07 B4 A7 3
XF T UL 2407 “1+1d7 Fl“2+1d” B #EHE 3 01
R R, A7 — 2 A B A XU, DRI O A 45 1)



BNTEWERITE 20244E1H %5164 4514 T Mol Diagn Ther, January 2024, Vol. 16 No. 1 - 139 -

7 HTIS W2 4 ] 45 60 5% A RS I A7 7

ABFFER A PCR-V i 2675 X014 £ HuIX 1 241
BT SMNT LN i A, LA Hy SMNT FE R E7
ZREERFE 16 ], WoRHEHT 2N 1.29% ., T SMA
R E et B AL R, R A A R IO A E
SMA HLBIMER R 25% , IR 16 FiH#EHT 2 0 ()
HEFTEE PRSI s 18], LSRR 3 #5141, %
XU G LA T A2 B, HEBR G Lbs A b A BRI 20
LY G S ARE 7 T2 W % S v s P ) B
DAL ARG I s S X R4 SR J] AR AR TN S K REAR 57 7
QF-PCR 437 STR v s, Fb X, ff i 8 A TR 40 it 75
YLJ , i MLPA (1977 V% SMNIET (E8 iE4 142 N1 %k
SEE R R IZNG )L SMNT JEH BT 4l & sk 3,
LW SMA G L, 2L i & - iR,
ZRIAGERES | 7=, e T SMA [BJLIH A,

T H AT S R AR AR I IR 12 W D
SMN1 B:H E7 $8 DUECH R , Horh SMNT B2 75
ST 8 S AN T EY R RN R L K 5 D
b G G (ERTER SR I v N < e 1 0 N
I, BT L, SMNT HE[R ES (6N /T A 3%/ 4 E7
O 45 SR 0 9 2, B T ARG 00 45 SR 1 o 2, o o R
AN —EUWAE DL, % FEASCE R i — 25 N 25 SR R
Mo FAN, A /B SMA BENAFAES 8 Hh B T4l
BRI HGE AR KD, BRI RFTE IS R
B 6 2/ UE 2 8 A1 I Bk 2R B0 i 2 A7 7 At AR
SO, BT L ET A 0, B8 0 0 (B L, E 2% 1E
E7 BB AAE RN S, Lk — 5 B 8L & AR A
R, P SMNT 3K B8 A A HARX I S, ABF5T
Kl 7 1 241 B 2233 SMNI JE X E7  E8 % Il %%,
DI OREE FErf 1 B4 T B2 — 2 A

25 b ARWESE X 1 241 B IAREAS (1 7 4
WAL E T S HLIX. SMA S5 #EAFIE 0, Ky i L 145
TRRN 7= B2 W A A T (%) I PR , 308 Ao 0 2 0
R R R 5 A 1 A, ks IAURSE i JLEA T 7= i i
B MG LS R AL s a2 b R, A RE T
WLZE 4 A 7471 3 0 A A A0kt S T SMA fBJLIY
WA WL E FaE S A A L [FIAT,
TATBZE S AL P 0 e 5. F 2
TR A 1, 55T H R 7 VR 2 00 S5 T A Y T BE
RIS 2 1A DA 4 AR 4 b o 22 T 3 e AR AT
B HAR (MLPA) AV REZS ) SMNT 5 SMN2 145 D
s B, ok X SMIN 3 A 1 BA A5 AU (1L 0T 2 4y
ER A B, B, o075 kb 78 SMA = T By ,

1P Ra e | I e (S B e & i R N v = I
CHBETELZE Siak b [F = HipsHe ) 2 et f,
X T SMA Az L i 2 U B 55 A0 OC [R) AT 1 AR
M5 95 , PHAE 23 By Y R A L AT — 2%
TR A —E AIATE , (E A AR s — 2 s A 7 i
LA B B A R, H AT, R AKX, TR
HIX, = e DX A A T X2 8 O A
BIFTE % DX A e 9 1A B A9 PR O S

S Lk

[1] Chien YH, Chiang SC, Weng WC, et al. Presymptomatic
Diagnosis of Spinal Muscular Atrophy Through Newborn
Screening[ J ]. J Pediatr, 2017, (190) : 124-129.

[2]  Verhaart IEC, Robertson A, Wilson IJ, et al. Prevalence, in-
cidence and carrier frequency of 5q-linked spinal muscular at-

rophy-A literature review [ J |. Orphanet J Rare Dis, 2017, 12

(1):124.

(3] ABEPENLZEATIE IR 2 BAR v T AR, AEIE , 2 ik
JULZE 4 I PR 2 A e [0 ). A R T L AR5k, 2023, 18
(1):1-12.

(4] Z=i, EVRAL, RS8N JLEAT M B L2245 83 1]
RO . A LR AR, 2004,10(42) : 762-764.

[5]  Maiti D, Bhattacharya M, Yadav S. Isolated exon 8 deletion
in type 1 spinal muscular atrophy with bilateral optic atrophy :
Unusual genetic mutation leading to unusual manifestation?
[J].J Postgrad Med, 2012, 58(4) :294-5.

[6] Bijaylaxmi Behera, Ajay Kumar. Spinal Muscular Atrophy
Type 1 With Exon 8 Deletion and Bilateral Optic Atrophy
[J]. Indian Pediatr, 2020, 57(12):1191.

(7] WRAEIE, M0, XU, 55 . 55 70 52 I e o 2 v A 0 e
ZE SR 255 9E SMNtEER 7 540 LBk (] - T2 5
HIFZ4R, 2011,3(5) :300-302.

[8] sk, EEM, Bz, 5 . JLHHIX 5 776 2211 F 4
PEJLZE A 4t & 0 e S B2 W [0 ], B Bk
2021, 30(6):434-437.

(o] wedew, Wt , wh &4, %  FREENLZEHAE 12 W L 2
RGBT ] P A LR 2 A ek, 2020,
42(7) :665-670.

[10] Xu Y, Song T, Wang X, et al. Copy number assessment of
SMNI based on real-time PCR with high-resolution melting :
fast and highly reliable testing[J ]. Brain Dev, 2022, 44(7) :
462-468.

[11] Welch RA, Salem-elgharib S, Wiktor AE, et al. Operator ex-
perience and sample quality in genetic amniocentesis [J]. Am
J Obstet Gynecol, 2006, 194(1): 189-191.

[12] PRESASPIER B4, THREESMEN ISt E
B CE R NSRS D [ =R R g 1], A
LR, 2023,56(5) :476-484.



140 - STEWIEIRITRE 2024451 A %5164 18] J Mol Diagn Ther, January 2024, Vol. 16 No. 1

. a
.’I,/a 3 e

FLARTHEBR A . SVRIK - Sz Oo - W 0 5 Jee e A v
AT SR BRI &

FAEH HAblE ANEE RTH

[ ZE] BH® IFREGPER 5 B FLRR G B R AR H BH 7 48 80 (SVRD) 7K - Kot HE 12 Wil 5
HIRIF MBUEHR R, F7iE HH 2020 4F 6 H 2 & 2022 4F 5 A @ i 5 —do0 BE B i ny g vk o2
B 161 0], Gt B G RIGIT RO B BUS IO, 3452 i Sk e Pk AR 5 S8 VR T Y7 AL TS A G R R
% I Pearson FH 5 R0 B FLER W 4 % O HE I (CO) %y 1 (SV) . SVRI 5 APACHE I 343 i ¢
R &R 161 BIEE D, B o0 6] ToRLA 71 41, A FLER FLERTE BRF .CO SV IRTEERRH S48 5k
(SVRI) 2 APACHE II ¥1:43 [ 4 , 22 44 481127 5 X (P<0.05) 3 28 Logistic [ )9 43 M7 7R « FLAZ (<198
mmol/L , >245 mmol/L ) . FLJ& 7 i % <10% . CO (<3 L/minm, >6 L/minm ) .SV (<60 mL,>120 mL) . SVRI
(<1 500 dyn/s/m*cm®,>2 000 dyn/s/m*/cm™) }2 APACHE Il $1-43>24 /3 J& 5 M e Pk R 70 58 35 18 97 ROR 1Y)
FER 2R (P<0.05) o SiiT 28 d WiJs 1 B ol 1 Bl AS K& 95 6, R K13 o6 61, WAL FLIR FLAR 1 B
%4 CO.SV.SVRI }2 APACHE Il #-53 lb A, 2 5 ¥ 4 it2+ 2 L (P<0.05) . £& Logistic M A3-HT s « 7
fi% (<198 mmol/L , >245 mmol/L) . ¥ W2 i % % <10% . CO (<3 L/minm, >6 L/minm) . SV (<60 mL, >120
mL) .SVRI(<1 500 dyn/s/m*/cm”,>2 000 dyn/s/m*cm”) J APACHE Il T-43>24 43 J& 5% Wil JE e MK 70 He
T B FE R 2 (P<0.05) o 4 Pearson A G £ BT 45 5 7R : APACHE 11 3143 5 ZLER W5 [FR %8 .CO .SV
BRI, SEER SVRIY R IEMKE(P<0.05), i WM& G PEKsE B3 FLRR T BR R . SVRI K- S0
Hes AR bR vl s PRIEAG VR TSR TS 4RG3 % i .

[E@IA]  FLRRIEREE,; OHEE W RIS EH )8 85 Gk

Relationship between lactic acid clearance, SVRI and cardiac displacement monitoring
and the therapeutic effect and prognosis of patients with septic shock

HUANG Xinlei*, XU Weiheng, LIU Donghui, ZHANG Xuemeng

(Department of Critical Care Medicine, Baoding Second Central Hospital , Baoding, Hebei, China, 072750)

[ABSTRACT] Objective To study the relationship of lactic acid clearance, systemic resistance index
(SVRI) and cardiac displacement monitoring with treatment and prognosis of patients with septic shock. Meth-
ods 161 patients with septic shock admitted to the Second Central Hospital of Baoding City from June 2020
to May 2022 were selected. The clinical therapeutic effect and prognosis of patients were counted. The related
factors affecting the therapeutic effect and prognosis of patients with septic shock were analyzed. The relation-
ship between lactic acid clearance, cardiac output (CO) , stroke output (SV), SVRI and APACHE Il score
was analyzed by Pearson correlation. Results Among 161 patients, 90 cases were in the effective group and
71 cases were in the ineffective group, there were statistically significant in lactic acid, lactic acid clearance,
CO, SV, systemic vascular resistance index (SVRI), and APACHE Il scores (P<0.05). Logistic regression
analysis showed that lactic acid <198 mmol/L and lactic acid > 245 mmol/L, lactic acid clearance <10%, CO <3
L/minm and CO > 6 L/minm, SV<60 mL and SV > 120 mL, SVRI <1 500 dyn/s/m*/CM™® and SVRI > 2 000

KA B AR T AHEG X R B (20412F220)
VB R R TS P EREREESA, T £E 072750
*iE A EH A7 F, E-mail : huangxl495495@163.com
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dyn/s/m*/cm” and APACHE Il scores > 24 were risk factors affecting the therapeutic effect of septic shock pa-
tients (P<0.05). According to the statistics of the 28 d prognosis, 95 cases had poor prognosis and 66 cases
had good prognosis. There were significant differences in lactic acid, lactic acid clearance, CO, SV, SVRI
and APACHE Il scores between the two groups (P<0.05). Logistic regression analysis showed that lactic ac-
id <198 mmol/L and lactic acid > 245 mmol/L, lactic acid clearance <10% , CO <3 L/minm and CO > 6 L/
minm, SV <60 mL and SV > 120 mL, SVRI <1 500 dyn/s/m *cm™® and SVRI > 2 000 dyn/s/m *cm™ and
APACHE Il scores > 24 were risk factors affecting the therapeutic effect of septic shock patients (P<0.05).
Pearson correlation analysis showed that APACHE Il score was negatively correlated with lactic acid clear-
ance, CO and SV, and positively correlated with lactic acid and SVRI (P<0.05). Conclusion Monitoring
lactate clearance, SVRI level and cardiac displacement in patients with septic shock can provide effective refer-

ence value for clinical evaluation of treatment effects and prognosis.

[KEY WORDS] Lactate clearance rate; Cardiac displacement monitoring; Systemic Vascular Resis-

tance; Septic shock
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CI(L/min*/m?) 7.74+1.64 7.68+0.73  0.286 0.775
SVRI(dyn/s/m*cm?) 1130.53+278.25 2037.62+637.55 12.121 <0.001
SV(mL) 48.05+6.52  102.63+11.66 37.596 <0.001
APACHE [Ii743(43)  23.05+4.52 28.62+5.66  6.945 <0.001
2.3 MG AR T HOE U I SR R b

161 gL MR o B b TS N R 95 il
TG RAF# 66 B, WLl g TR AR KR R
5 I OB PR L AR 5 £ 48 %0 .MAP .CVP . HR Lt
B, 2R G L (P>0.05) ; B FLIR  FLIR
5B % .CO.SV .SVRI X APACHE Il 3143 [b %%, 2%
YA FRE X (P<0.05) . W3,

2.4 UMY EIR S B E TS 2 R R

2t Logistic [MH 5387 7~ : ZLIR (<198 mmol/L,
>245 mmol/L) . 7L R i B ¥ <10% . CO (<3 L/
minm, >6 L/minm) .SV (<60 mL,>120 mL) .SVRI
(<1 500 dyn/s/m*/cm™*,>2 000 dyn/s/m */cm ) &
APACHE I 1 43>24 43 J2 5% W J3% e PR K 5 18 5 il
JE R N & (P<0.05) . W 4.

25 FL  FLERTE FRR .CO.SV K SVRI ¥l 5
APACHE II ¥F-43#H 1

£t Pearson AH 4 43 i 45 52 1 75 : APACHE I
W SELRRTH SR .CO .SV B A (r=—0.533
—0.526 .—0.584, P<0.05) , 5 ¥ . SVRI ¥ 2 IEAH G

F2 BB BERTRRE S E X logistic B3 447

Table 2 Multivariate logistic regression analysis on the treatment effect of septic shock patients

S IR AE BIE SE§ Wald ¥  OR(95% CH& P

L7 (mmol/L) 198~245 mmol/L=0,<198 mmol/L ,>245 mmol/L=1  1.119 0.373 4.628  7.568(3.643~15.722) 0.015
FLIRE bR R (%) <10% 1.138 0.253 6.483 3.264(1.987~5.359)  0.002
CO(L/min) 3~6 L/minmol/L=0,<3 L/minm,>6 L/minm=1 2.008 0.425 4.218  4.744(2.062~10.913) 0.026
SVRI(dyn/s/mem™) | 20072000 di;/g(%zfymn/;&ﬁ SO0, 060 0381 4451 4.585(2173-0.677) 0,019
SV(mL) 60~120 mL=0,<60 mL,>120 mL=1 1.075 0.069 4.913 7.515(6.565~8.604)  0.011
APACHEII #1453 (43) >24. 53 2.019 0.377 4.596 3.247(1.551~6.799) 0.018
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®3 HMBRAENREBERENEER [(xzs),n(%) ]
Table 3 Single factor influencing the prognosis of patients

with septic shock [ (x+s),n(%) ]

T A R4

(r=0.385.0.417, P<0.05) .

3 Wit

4 =t v N 327
% BnRLA BERRA e e RN e N ) Y
RS () 6531£1156  6549+11.49  0.097 0.923 g S A AR AE T e R R A AT AR AL, A5 R A AT
DAL S0(aon) - a0(5009) 0008 0985 f gl ok i (A SRR L PR LR S R L5
WA 41(43.15) 29(43.93) 1.088  0.296 o . o y
A5 B 39(41.05) 30(45.45) 0797 0.371 JE 2 HRE R I PR SROIA W) E B 43, vl 2 IE A
,?L%;mm‘?l’“ 6.18+2.11 3.78+2.76 6.248 <0.001 Iﬂl@% , %iﬁﬁﬂé}l%ﬁﬁ E’J[ﬂl{&{%E , fﬂﬁﬁ{ﬁgﬁ D) HR
FLRRIEBRR (%) 31.74+25.25 142322528 4.325 <0.001 o . . .
MAP(mmHg)  70.76x6.13  69.33+6.78  1.393 0.165 BB EO N, T AR R I AR E R A% I
Cipmie) UMl Wil 0RO W ISR DK
X /min .55%10. 1611, = . N N
CO(L/min) 4.92+1.25 3.86+1.04  5.659 <0.001 DA RS | 1 LR A5 AR K A2 A AR S AR
CI(L/min*/m™)  7.75x1.15 7.662093  0.527 0.599 AT RORARUE B B 45 5 5 32 Hoft X 58, 77
SVRI . . o e B e L e ] e .
(dyn/s/m ¥fem™) 1 078.53+278.16 2 181.46+:646.19 13.043 <0.001 TEJRIFRE , DR % FaRIs kR kbR S B IR AT T,
sv(cnﬁ‘ §T§} 50.15£5.95 103.75£9.42  44.225 0.009 Wk T SRR 2 RS E YA I 5 B ke W) R L
APACHE Il F .
) 23.14+4.07 28.91+4.13  8.794 <0.001 R T
FTa BmMBAEARREEEMER S REE logistic B30
Table 4 Multivariate logistic regression analysis on the prognosis of patients with septic shock
SES [glEN B1H SEfH  Wald i  OR(95% CD1i. P{H
Az 198~245 mmol/L=0,<198 mmol/L ,>245 mmol/L=1  1.124 0.143 5.982 3.077(2.235~4.072)  <0.001
LR B % <10% 1.156 0.195 5.381 3.177(2.167~4.656)  0.015
SVRI 3~6 L/minmol/L=0,<3 L/minm,>6 L/minm=1 2.066 0.087 6.327 7.893(6.655~9.360)  <0.001
1 500~2 000 dyn/s/m~/cm™=0,<1 500 dyn/s/m~/cm™, D ano /. Y
SV 2 000 dyn/s/m-2/em™=1 1.078  0.098 6.133 2.938(2.425~3.261)  <0.001
co 60~120 mL=0,<60 mL,>120 mL=1 1.076  0.091 6.129 2.932(2.453~3.505)  <0.001
APACHE I -4y >24. 4% 2.017 0.147 5.997 7.515(5.634~10.025)  <0.001

A SN I FLIR K V- 5 AR 5 8 38 TS S 1 ™
R B G, I LR /KT Bl A A S ™
FREE M LA PR I L R 7K T B T v A
D7 o J gy T ELAT — M (I R & B )
M FLER 7K A8 A S AR R R R 2, WS g
S WORE Il FLIR K V-1 A 4 S e MR e TR - T
J& B Al Fg bR, TGk IE B KL I IR A 97 J7 =0T 4
FEAMLRYZ I . AHOCHFRE R, 5 R ZLIR K-
A LG, LR T B 2 T R o o S e s A A1
B MM FE A W, R v BB I R R
Bf, 2H 20 T R A VK A, 2 220 N LR S
BRI aF i, U R4 ARBF5R 45 R
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LM IR v FB IR YT R RIUS B fa b 2R 156 BH W 0
LI T I 23 T VR S SR e M AR 5 BB 35 VR T AR A it
JE PEAE I — S E AR bR, A E AR 4R — 2
OHE R WAL FE CO SV SE 48 bR Wi, O HE & W i
AR R MR O YIRS B b TR G E R K

O WIS BB O D RE W B — 2 M, A S A
FEARIE W, W FEE AR O HE A R TS 4k
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minm) .SV (<60 mL, >120 mL ) J& 5 i B 44 PR 7
BEIRIT TS G R & . B R A BB 2 .
YR R E R TR R R, R
WA HE AR I B, i 2803097 e, 2 5E
Mt O HER R A5, T CO LSV F8 AR IE J2: S 0 I 2
REMYEZE S8, T DL T O IE 09 22 1. D RE , 2 1
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i PR 5 8 2 SVRI ZK VA8 Ak 5 s PR 0 i 8 K 1
JEAFE— BB R, AR 45 AT, R
, SVRI R AT $2 71 4= B 1 A BHL A 4G, 0 e 23 1.
SiE 10 e TR R 4 B A BE s, WO HEFE 2
(AR, PRI L B 1) 728 £k T W 0K e f 3
BIT TG 00

APACHE Il 3438 9 I IRAE R PEAl 8 e PR R
OB T EARE LA TS, (T#% 148 1)
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ToE O s B LTS miR-122-5p 84k Je 5 B He Fa o i
AT &R

T EH R gt

(# Z] BB 5405k (CHD) B35 U (81 RNA-122-5p (miR-122-5p ) 84k 5 BEHL AR
T FUEMXER, ik EIE2019 4F 8 [ & 2021 4F 8 7 5K 5 111 4 1.5 [5¢ 186 9] CHD 5 & 15 M fiff
G AR BEHR A B FE A I ASER E BT AL (n=58) s BEHLA (n=128) , o B[R] 400 {alt B A K 5 90 44
VR X BRZH K I Lo AIF A 238 3 1L miR-122-5p /K 3, 5% i ROC il £k 73 1 LT miR-122-5p /K S %F
CHD B H B B 2 Wi (. 10 5% CHD JBE IR Y7 5 B DT 1 AR O A A R e & AR 16 00, I
g0 AN B A 1 A SR A T A AR U R ST 4 R S S B4 (n=50) K TR R4
(n=136) , R % K £ HZ Logistic 4-Hr 51 CHD M F TS K £, &8 WAL miR-122-5p
IOV g8 T BRAL, 25 A7 e 2238 L (P<0.05) 5 AFa e BEHLAL ML miR-122-5p /K- i T e i B e
A, 225 H G125 L (P<0.05) 5 tH ROC BHZE AT AL, ML7E miR-122-5p 2 Wi CHD f8 35 B 52 e 72 BE 1)
AUC 9 0.845(P<0.05) ; Tl J5 A R A L3 miR-122-5p /K V18 THUG RAFA, 26 50 Gt 5 L (P<0.05) ;
Logistic 43 7R , LT miR-122-5p /K1 & 42 CHD 3% WS A B A0l 7 & 6 P 2% (P<0.05) . Zit
miR-122-5p 7F CHD H 2 L% H 5 5 33k , % B P i 18 i B — 2 2 Wi (8, KP4 & )& CHD
BF TG A RS fE R R 2 .

[X88R]  miRNA-122-5p; SO0 ; BEHFE E R

Changes in serum miR-122-5p in patients with coronary heart disease and its relationship
with plaque stability and prognosis

YANG Yanan'*, WANG Rui*, ZHANG Wenting’, LIU Heng"

(1. Department of Internal Medicine , Zhangjiakou Fifth Hospital , Zhangjiakou, Hebei, China, 075000 ;
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China, 075000; 3. Department of Cardiac Function Examination, the First Affiliated Hospital of Hebei North
University, Zhangjiakou, Hebei, China, 075000; 4. Department of Cardiology, Zhangjiakou First Hospital ,
Zhangjiakou, Hebei, China, 075000)

[ABSTRACT] Objective To analyze the changes of serum microRNA-122-5p (miR-122-5p) and its
relationship with plaque stability and prognosis in patients with coronary heart disease (CHD). Methods A
total of 186 patients with CHD in the hospital were enrolled as the study group between August 2019 and Au-
gust 2021. According to plaque stability, they were further divided into the unstable plaque group (n=58) and
the stable plaque group (n=128). A total of 90 healthy controls during the same period were enrolled as the

control group. The level of serum miR-122-5p in all the objects was detected and compared. The diagnostic val-

RemA RE T & EHL XA A (2221116D)

H R LR FE e T EEZERAA, T, KR 2 075000
2.7 Ak FIEW B F — B WA, 7Tk, KK 2 075000
3. A db Ty IR R % — B RS gy ke & A, T, TR E v 075000
4.k RaFH—ERs AH, T, KK e 075000

*BAAE A M TS, E-mail : yang15132330935@163.com



TR SIRIT ARG 2024451 H %5164 4511 T Mol Diagn Ther, January 2024, Vol. 16 No. 1

© 145 -

ue of serum miR-122-5p for plaque stability was analyzed by the ROC curves. The occurrence of adverse car-
diovascular events in CHD patients within 1 year of follow-up were recorded. According to different progno-
sis, CHD patients were divided into the poor prognosis group (n=50) and the good prognosis group (n=136).
The influencing factors of prognosis were analyzed by univariate and multivariate logistic analysis. Results
The level of serum miR-122-5p in the study group was higher than that in the control group, the difference
was statistically significant (P<0.05) , which was also higher in the unstable plaque group than in the stable
plaque group, the difference was statistically significant (P<0.05). The ROC curves showed that the AUC
of miR-122-5p in the diagnosis of plaque stability was 0.845 (P<0.05). The level of serum miR-122-5p in the
poor prognosis group was higher than that in the good prognosis group, the difference was statistically signifi-
cant (P<0.05). Logistic analysis showed that high level of serum miR-122-5p was an independent risk factor
for poor prognosis in CHD patients (P<0.05). Conclusion MiR-122-5p is highly expressed in the serum of

CHD patients and has a certain diagnostic value for plaque stability. Excessive levels of miR-122-5p are an in-

dependent risk factor for poor prognosis in CHD patients.

[KEY WORDS] MiRNA-122-5p; Coronary heart disease ; Plaque stability

O LA 952 975 1) e T A &2, v 3 .0 95 (Coro-
nary heart disease, CHD ) fiz % UL , HAE o 2 45 3
TR 9 BURR AT R m o I R 9T
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FRRTAE 2 A7 e %0 A W b AR 0 A R 2
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it BRE ARG 5 1 R X BB AL I 9E 22 B R 22 AR PR 2

[ARES iR STibuRs

1.2 A SHERR AR E

AR E - O 2 GO I N RHE AR 29T 48
R )'T'CHD brifl ; @8 # R A ifii2 s @1 WA ;
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I BRI SO NN T RE T E M A Qir A FAR
R4 s s @5 I S T AR R A
& H B RN | S8 MR g O
I8 ©IG IR RN 3 D= BT 7k,
1.3 ik
1.3.1 BERpEE

A A 9 (] R A R E T DT AR R AR AR iR
HAEMS R RSB AR S BT KR R T
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B e ki 5 mL, 2598 T 250 A0 B (63 3 000 1/
min &0 248 10 em B8] 10 min) , B L3 W FF
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23] SEEUM T B RNA 8 FH H A P A koG )
SE ARV, 2 SR & (AL il M AR A
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TGG-3', T it 51 ¥ J¥ ¥ : 5’ - TGGTGTCGTG-
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Table 1 Comparison of General Information between the

two Groups [ (x+s),n(%) ]

Eiskan W84 (n=186) XFHEZ(n=90) o8 P1{H

A (%) 58.93+8.81 57.61£9.26  1.148 0.252
PR B 14) 106/30 49/41 0.160 0.690
TR (kg/m?)  23.12+1.45 22.87+1.32  1.382 0.168
W2 S st 54(29.03) 25(27.78)  0.047 0.829

#F 5K T (mmHg) 78.52+7.94 77.96+847  0.537 0.591
W4l (mmHg)  125.68+12.92  123.09+14.25 1.509 0.132
BH R s 35(18.82) 13(14.44)  0.807 0.369

e I s 22(11.83) 7(7.78) 1.058 0.304

2.3 CHD A[A]BEH R e 2 B 2B 1T miR-122-5p
K8

ANHa 8 BEH A 113 miR-122-5p 7K1 (0.69+
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0.11) , AFE BEHLAL IMLTE miR-122-5p /K- 54
FEBEHA 22 5 A Gt L (P<0.05) .
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Figure 1 ROC curve
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CHD 3 T 5 A Ry PR AR (U5 R 4g=0; 7
JaARE=1), LU miR-122-5p /KA B 7285 (LA
A B FIE R . < TIH=0;>F-1{E=1) , Logistic
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F2 HMCHD BEWMEHERERSN [(x+s),n(%) ]

Table 2 Univariate analysis of prognostic factors affecting
CHD patients [ (x+5),n(%) ]

2 TS ARE PS5 REFHE

(n=50) (n=136) "M Pl
(S 59.06+8.01  58.88+£7.75 0.139 0.890
HEBN B4 28/22 78/58 0.027  0.869
RFEIEE (kg/m®)  23.36x1.47 23.03x1.51 1.331 0.185
W S st 12(24.00)  42(30.88) 0.840 0.359
&5k (mmHg) 77.35£7.51  78.95+8.34 1.190 0.0235
Wi (mmHg)  126.72+12.05 125.30+11.42 0.741  0.460
YRR 12(24.00)  23(1691) 1.202 0.273
MAHE B (mmol/L)  4.59+0.78  4.65+0.85 0.436  0.663
MR i 2 4 A 1.70£0.35 1742030  0.770 0.442
(mmol/L)
SR 4 I 1.47£029 1512035 0.723 0471
(mmol/L)
miR-122-5p 0.73+0.16  0.47+0.09 13.917 <0.001

&3 FMCHD BEMEHNESERSHT
Table 3 Multivariate analysis of factors affecting the

prognosis of CHD patients

{7AsE  BIH SEfH Wald yf8 OR{H 95% CI P4

miR-122-5p 0.837 0.264  10.052 2309 1.377~3.875 0.002
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PTED 1897 A M Rl 35 7€ i e 1IL-6 . HMGB-1.1L-17
y i lA

W, GueE JLTE iy HER HEF*

[(# E]1 BH HIT% R HERFLEE T HERN S DI AR (PTED ) {497 % BEHE 8] £ 28 1 E F1 A % -6
(IL-6) . A Z-17 (IL-17) Fl i i B 5 2 11 -1 (HMGB-1) K50 . A3k eI 2019 4F 4 1 5 2022
A8 A R ETIT AR — 0 B BE TR Y 122 (31 HEEAFE 17 48 58 HHRE J8 3 ARG 6 42 AR 6 R IR Y7 T E4r M
TLIF 41 [ n=58, ZHMER FLIEHERD & A (TLIF) 3597 ] #l PTED 4H (n=64,PTED J&J7) , HL#WiH IL-6 . HMGB-1 ,
IL-17 KV 43 PTED 2H S [a] i PRAFAE 5 95 A AIE 119 IL-6 . HMGB-1 IL-17 /K °F- R 1 £ 7T Logistic B4
43MER 0 PTED 4 IL-6 HMGB-1.IL-17 /KRR R 22|, LA LI IR R L RETE DL, 58 PTED
AR (98.44% ) fm T TLIF 41(87.93% ) , 25 545 i i2% & L (P<0.05) ; PTED 41 IL-6 .IL-17 \HMGB-1
KIS T TLIF 4, 2% B A 551125 X (P<0.05) ; PTED 4 AR [RAE G A ORISR . TR A K48 25
WA S TN BHLE S R S BEIC R 22 8] IL-6 . IL-17 \HMGB-1 /K F- [ 4%, 2 S A Gi 2 75 X (P<
0.05) s ARPES] AN BMIL A H i i i 270 A7 Jofl H N [ e 2 0] IL-6 . IL-17 \HMGB-1 K F- i, 2 5
TG it L(P>0.05) ; 2 T Logistic [M1H 5387 W/, 4R #>60 % T AREF[A1>3h B IR A R BRI | e
BT W 4B K 52 i PTED 4H IL-6 . IL-17 .HMGB-1 7K - % /6 [ 8l 2 (P<0.05) ; PTED 20 3 & 4 2 & 4
FALTF TLIF A, 22 73 H G148 L (P<0.05) . 4518 PTED )7 58 W {2 MG M 6] 25 58 HE JR S TL-6
HMGB-1 I TL-17 /K, HFARIFRET 5 A  FARB R VB IR R BRI R REMR T W A 2
S PTED 347 X6 FEEAfE 1] % 28 H1 9 1L-6 . HMGB-1 . IL-17 /K F [ el P %

[&$8iA] PTED; MEMEMI# 28 HJE s IL-6; HMGB-1; IL-17

Effect of PTED treatment on IL-6, HMGB-1 and IL-17 levels in lumbar disc herniation
LIU Zhiwei, BAI Xiaoliang, KONG Yarong, PEI Bo, JIANG Meichao, LIAN Yong*
(Department of Orthopedics, Baoding First Central Hospital , Baoding, Hebei, China, 071000)

[ABSTRACT] Objective To explore the effects of percutaneous transforaminal endoscopic discecto-
my (PTED) treatment on interleukin-6 (IL-6) , interleukin-17 (IL-17) and high mobility group protein-1
(HMGB-1) levels in lumbar disc herniation. Methods 122 patients with lumbar disc herniation admitted to
the First Central Hospital of Baoding City from April 2019 to August 2022 were selected as the research sub-
jects, according to the different treatment plan, they were divided into the TLIF group (n=58, Transforaminal
lumbar interbody fusion (TLIF) treatment) and the PTED group (n=64, PTED treatment) , IL-6, HMGB-1,
and IL-17 levels between the two groups were compared, IL-6, HMGB-1, and IL-17 levels in the PTED
group with different clinical and pathological characteristics were analyzed, and the multiple logistic regression
analysis was used to analyze the risk factors affecting IL-6, HMGB-1, and IL-17 levels in the PTED group,
the clinical efficacy and complications of the two groups were compared. Results The total effective rate of
the PTED group (98.44% ) was higher than that of the TLIF group (87.93% ), and the difference was statisti-
cally significant (P<0.05). The levels of IL-6, IL-17 and HMGB-1 in the PTED group were lower than those

in the TLIF group, and the difference was statistically significant (P<0.05). There were statistically significant
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differences between the levels of IL-6, IL-17, and HMGB-1 in different ages, presence of diabetes, the length

of operation time, smoking status, malnutrition, and low immune function subgroups of the PTED group (P<
0.05). There was no statistically significant difference in the levels of IL-6, IL-17, and HMGB-1 between dif-

ferent genders, different BMIs, intraoperative blood loss, and the usage of internal fixation subgroups (P>

0.05). Multiple logistic regression analysis showed that, age > 60 years, operation time > 3 hours, malnutri-

tion, diabetes, low immune function, and smoking were risk factors affecting IL-6, IL-17, and HMGB-1 lev-

els in the PTED group (P<0.05). The total incidence of complications in the PTED group was lower than that

of the TLIF group, and the difference was statistically significant (P<0.05). Conclusion PTED treatment can

significantly reduce the levels of IL-6, HMGB-1 and IL-17 in patients with lumbar disc herniation, and the sur-

gical effect is accurate; however, age, operation time, malnutrition, diabetes, low immune function, and

smoking are factors that affect IL-6, HMGB-1, and IL-17 levels in lumbar disc herniation by PTED treatment.
[KEY WORDS] PTED; Lumbar disc herniation; IL-6; HMGB-1; IL-17

AR 1) 8 2 HHARE 2 b T A ) 728 1 A
A AEM I R R B SR Z R SR — R
SRAIET o TEMEN] 3 58 H IR A PR SFIR YT TOR, W
7 AR T ARIGYT o WA 2o M ] L A 5 R
(Transforaminal lumbar interbody fusion , TLIF ) &
AR, AL R 2 22 21 00T |, il i 2o 4 ]
FLA B AHE Al 5 i, 0K 52 A ) L o 82 0 A
H, {H S R AE A7 Jey FRE , HAFAE S 5 Pl AR
Y IXURS: o 8 B ME TR FL B3 T HE 8] 88 U1 B3 R (Percuta-
neous transforaminal endoscopic discectomy , PTED )
ST SRy R 25 A R AT HE ] FL T BR 98 Hh HE 1] 3, LA
B2 B 0y el BA PR i RS T
SEEEOLIA S EME ] 552 B, B A 2 1 F A
HREA I 5 |2 SR8 SR AE SONE , BTTT 7 A 44 b S P
R A BT, 6145 14 R -6 (Interleukin-6, IL-6) | [
4% -17(Interleukin-17, IL-17) FI R IE B B E -1
(High mobility group protein-1, HMGB-1) ., £ 5%
R, ME ] 53R AR I, HLAK 2 AE R 7K 7 W] . I
FH o AR IL-6 b TS5 M (R] 4528
JEPEIRHAT —E kR s HMGB-1 7E4 3 RAE S0 Al
B S e i 2 vh & #E4E HT, HMGB-1 K353 i v] g
T EBEAZ IR S s TL-17 FEME ] 5 1 22 AR G 555 f 52
RAE N HE BN S SVEH], SR SR FT AR %
PIXRFR", IL-6.IL-17 . HMGB-1 2 4 Pk 7115 5
I A 1) SR A2 s (B H AR B AN TS A
XTI, A IE B FE R T PTED 697 %I AE ] 45 28 H
i IL-6 . HMGB-1 IL-17 7K (5210

1 —RABEFTE

1.1 — sk
VEHL 2019 4F- 4 H & 2022 4F 8 A {2 E—h

O & BRI Y 122 5] JEEAE R) 455 28 HHRE B, A
BRI : DR AG TS A2 T 75 A HEAE 8] 45 28 1
SEZ Wb HE s QIR FIR T JCRLECE R N 5 Bl
PR % kL 58 % ; @ 4% 4 PTED . TLIF F ARG 47 & W
SiE o HEBR bR« OFF 78 56 KM I ME S Peas A
VRO 22 9 B A ] 48 58 0 5 @A I ™ FORG b
B A5 5 B I HoAth ™ B 28 5 1 505 5 @I IR ¢ k)
B o AR AN IR 9T 7 %8 43 4 TLIF 41 (n=58,
TLIF 357 ) A1 PTED 4 (n=64, PTED & J7 ) , Hirp
TLIF 20 5 37 9], Lot 21 1] 5 - 59 4E 0% (44.31+
11.38) % ; - 2195 2 (5.26+3.14) 4F ; PTED 41 4 4
39 1, Lok 25 4] 5 °F- 4 4F 0% (45.32£10.68) %7 5 714
JFE (5.31+3.02) 4F . P4 — VR L 25 % 050
T8 L (P>0.05) , A 1] Ho bk o ASHIF 98 28 B 15 2%
e DL St i, 208 R B C 2 B
.
1.2 FRFH®

TLIF 4 : LA FRIT LS5 30k,

PTED 4 : HAAF-RITES% CHR
1.3 LS bR

@ Be A W 2H I PR 7 R« 4 R M S D40 i
(JOA) Wi AT ISy o WAL AEARIE R , JOA W43 >
75% 5 A5 80 < E R B 5 035 B D L 75%<TOA I
OFF=25% ; TR AE R TG , JOA Tl 4 K <25%
MAME=DHCR+ AR, QHEMA IL-6.
HMGB-1,IL-17 /K« AR J5 il B 5 25 17 7 bk i
4 mL, LA 3 000 - min % SR 8 DK g1 T 20, B
L 15 min, B02EA2 10 em, B, 2R T G IE fr s
W B3t 36 42 A6 IL-6 . HMGB-1 . IL-17 K -, ik 51
YR A MR E SR A A, AR
WEME™  IL-6>0.463 pg/L . HMGB-1>75.00 wg/mL .
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IL-17>0.463 pg/L. @4 #H1 PTED 44 [a]ilfi PRAFAE
e BUARIE T IL-6 . HMGB-1 . IL-17 /K - 40 & P
S AR BRI CE IR R TR A S g
X BMI AR i & 55, o, 8 R A5 R
B AR RS (PG-SGA) " A7 PEAR , >1 43
WP e B SR AN B AR R H DL 5 2 IR FE Cyto-
FLEX S it X 2 i A3 000 46 00 T 448 Jfd S #F (CDs*
CD," .CDy") 2R FH A 3% e il v 4G 1gG L IgM  IgA
AR bR AT S D RE H E L R Sk B
g EHE A R BR A R, R A 0 % D
A B TR WA R e e DI R @5
S0 PTED 4H IL-6 .HMGB-1 .1L-17 /K V- & 6
F o OWBMA I AAE & AN O AL A B4
P ZARBAG ) R A5
1.4 Gtk

K H SPSS 21.0 Ge i+ AF 47804 o b, T i
FORLR I (v 2) 3538 T ¢ 46 50 5 1+ 8080 R H]
n(%) 3, 1 ¢ Ki 5 ; >k FH 22 9¢ Logistic 1815 53 #r
S20 PTED 4H IL-6 .HMGB-1 F1 IL-17 7K F 4 15 &
2 B0 P<0.05 h 2R HAGIEE L.

2 R
2.1 IRIRITRL
PTED 4 M A %% % (98.44% ) & T TLIF 4

(87.93%) , 3 H G127 E X (P<0.05), WLE1,
F1 FWAKKTHLEE (n(%)]

Table 1 Comparison of clinical efficacy between the two

groups [n(%) |
41591 n ik A3 sk

AT

TLIFZH 58 32(55.17) 19(32.76) 7(12.07) 51(87.93)
PTEDZ 64 40(62.50) 23(35.94) 1(1.56) 63(98.44)
P! 5.481
P1H 0.019

2.2 4 IL-6.IL-17 HMGB-1 /K- H 85

PTED 4 IL-6.1L-17 . HMGB-1 /K ¥ ¥ T
TLIF 41, 2 7 A 4 it 2 L (P<0.05), WK 2,
2.3 PTED 4 A [a] it R 471 5 95 BRRFAE (19 IL-6
IL-17 .HMGB-1 /K F 431

ASTRVAE W A TORE R TR B [ 2 A
WE AR TR E RN RO B R DR R T Z ()
IL-6.IL-17 . HMGB-1 /K V- LL 5, 22 A Gt &
SL(P<0.05) 3 AEPE ST A [R] BMIL A b i i 22
/b A G R N [ € 2 1) TL-6 . IL-17 .HMGB-1 7K
Tk, 2R IEIFE L (P>0.05), L33,

F2 PHIL-6.IL-17.HMGB-1 K FLLE (7+s)
Table 2 Comparison of IL-6, IL-17, and HMGB-1 levels

between the two groups (X +s)

215 n  IL-6(pg/L) IL-17(pg/L) HMGB-1(pg/mL)
TLIF4l 58 116.24+16.37 201.43+22.65 43.62+3.21
PTEDZ 64 104.36x15.48 140.29+16.52 31.25+2.86

1l 4.119 17.144 22.509

P <0.001 <0.001 <0.001

2.4 520 PTED 41 IL-6 . IL-17 . HMGB-1 7K ¥ 1) &
5 PR 25 43 A

2 % 70 Logistic [B1 59 73 #fr Al A1, AF #8>60 % |
FAREE>3 h EFEA R BRI R REILT .
W AR A 520 PTED 2H 1L-6 \IL-17 \HMGB-1 /K~F 1
fak N & (P<0.05), W4,
25 ItRNE

PTED 4 Jf & 5 S & AL T TLIF 4, 2 5%
HEIT2FE L (P<0.05), W5,
3 iTig

PTED J2 87 8 (1) 3 977 WEEHE 1] 58t RE 19 T 1) 2
A, AL G TF R CHE ] I BR AR b, HEL A& i
A R AN B0 FEIm IR )Tz
PTED 7E Jay iR 25 A4 T 38 2ok PN 58 17 [ A e ) e ) 48
A2, I3 Ao 9T VR S R RO H R AT R O
KBRS ki i B, IL-6 IL-17 R
iE R F 2 5 PR RAE TR 15, IL-6 2 ZFPR 17 4E ¢
WIS 5, IL-17 i Tk E 40020 0%, 7E 4
i 2 I R BT B R I 1 v e ¥ R AR
P 25 7K1 R AR AT LA R B BB E A N AR RE J i R
JE™, HMGB-1 J& T Mo S RE A 0T, 5 N 90 e
N O R AFPRNE R R B A G, SRORE W T R
il 22 WA MR 2 i F2 R, I ANA BT A2 E TL-6 36
i 28 1k IR 7 208 AT A1 3 HMGB-1 1943 1 , 15 2 3 [
YER A LA S 5E S B3GR . A OCHFE s , R
P I e 5 | S T M ] 48 5 AR 5 U | i R 22
—, HALHE R HEA% 28 A ph e 32 s, DTS AH
KRR T, G RN = AR . AR
45 9 R 1897 )5 PTED 44 IL-6 . IL-17 .HMGB-1
AR T TLIF 4. 0 b s 5 W Fh 3= R 7
OO ST B B 5 W AN [/] A G, PTED S —F i £
FA, Hl o B RAd AT 2280 TAE R T bR i 1
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*&3 PTED AR E KSR IL-6.1L-17 .HMGB-1 K F 5347 (x+5)
Table 3  Analysis of IL-6, IL-17 and HMGB-1 levels in different clinical and pathological features of the observation group (x+s)

R # n IL-6(pg/L)  tfi P IL-17(pngL)  tfH P{i HMGB-1(pg/mL) {8 P1A
AR <60 % 36 89.25+11.35 120.5417.85 . 30.25+5.62
3.677 <0.001 2238 0.029 2.981  0.004
>60 % 28 99.32+10.48 130.65+18.02 25.81+6.27
T 5 39 95.63+11.65 122.36+16.24 27.64%7.83
0.260  0.796 0.328  0.744 0.357  0.722
I 25  96.37+10.25 123.72+16.08 26.91+8.21
BMI <27kg/m* 37  101.36x10.05 ) ) 124.75+17.28 28.84+7.28
) 0.630  0.531 0.610  0.544 0426  0.672
>27 kg/m* 27 99.67+11.31 122.14+16.39 29.67+8.26
FA M} <3h 38 92.67+11.28 120.37+18.16 25.06+5.21
2611 0.011 2.135  0.037 3511 <0.001
>3 h 26 100.38+12.06 129.29+15.24 30.316.74
P <1500mL 33 100.26+12.34 123.75+12.24 28.765.16
A m 0.525 0.601 0.380  0.706 0491  0.625
>1500mL 31  98.67+11.85 122.64+11.08 29.47+6.38
bR i 20 99.63%11.37 127.31£11.76 31.92+6.07
BRI = 2452 0.017 2126  0.038 2.823  0.006
i 44 92.26%10.62 121.08+10.45 27.25+6.28
ERAR 2 35  98.46+10.43 128.47+14.65 ) 30.60%5.28
2250  0.028 2.142  0.036 _ 2.366  0.021
& 29  92.24+11.68 121.06+12.64 27.19+6.25
P2£ L HEAR g 28 98.68+10.38 130.56+13.45 28.46+5.27
SR IEART = 2232 0.029 2161  0.035 3.334  0.001
& 36 92.62+11.07 123.65+12.07 23.47+6.41
E i 34 98.63+10.54 128.64+13.44 29.61+7.82
fE e = 0271 0.788 0.135  0.894 0.726 0471
o 30 99.38x11.62 129.08+12.65 28.15+8.27
U] IE 37 99.28+13.68 129.64+13.85 B 30.42+5.10
2426 0.018 2512 0.015 3.297  0.002
wH 27 91.16+12.57 121.07+12.95 25.38+7.14
*x4 0 PTED HIL-6.IL-17.HMGB-1 KR E =9
Table 4  Analysis of risk factors affecting changes in IL-6, IL-17 and HMGB-1 in the observation group
(S N[ B SE i Wald 7 {8 OR(95% CIH P{H
AL 0=<60 % ,1=>60 % 0.265 0.301 3.419 1.303(0.723-2.351) <0.001
FAMS ] 0=<3h,1=>3 h 2.135 0.528 20.016 8.457(3.005-23.805) <0.001
EHREAR 0=75, 1=4& 1.264 0.261 5.291 3.540(2.122-5.904) <0.001
T PR 0=15, 1=J& 2.380 0.486 21.281 10.805(4.168-28.010) <0.001
GPEDIREAL T 0=7,1=J& 1.162 0.502 6.107 3.196(1.195-8.550) <0.001
W2 S 0=1%, 1=/ 1.354 0.417 8.642 3.873(1.710-8.769) <0.001

x5 MAHFREREZRLEE (n(%)]
Table 5 Comparison of complications between the two

groups [n(%) ]

25 no MR PRZEHUKI DIrRYg  BRAR
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FEL EAME* Lkl

(8 ZE] BH B bR k0 S0 107 i 25 20 20 rp 3R B W R A 3R A 1 1 (PARPL) 5 2%
FETTIAR CME I I R 3 X o 73k 145 2019 4E 2 A 2 2023 48 2 H W 181 7E 20 8 B FE T B B AR
B e 285 BR A2 Wi oA b B % 1 559 1) 80 ) £, 2 32 025 SR 14 1T =4 OT RIS 1L Y7 O 7 ik
I7 UL (n=31) FALIT T 2541 (n=49) o, >R FH fo i 440 A DU A6 57 AT b B2 1 B9 3 9 41 20 b PARP1 1)
H A FRIA R HZO0E i PCR R WAL ST AT [ Bz M 91 89 41 2L rf PARPT Je 8k AE T2 6 2L ] GPX4 .
SLC7A11 . TfRI 1) mRNA 3k, L& W 41 5] PARPI .GPX4 .SLC7AI1 \TfRI ik /K125, FET B #
1 JC i R A= A7 (PES) fLS A A1 (0S) o S5 R b JT AT FIGO 43 M~V 1 . CA125=35 U/mL 4 [+
F PE B 559 2H 21 b PARPL 1Y 5 32345 5 T FIGO 43 ] T ~11 0] . CA125<35 U/mL B |- iz ¥k OF 55 9
M, ZERALEIFE L (F=4129.,9.095, P<0.05) ; | fz ¥ O 5198 4k J7 i} 24 20 20 h PARPI . GPX4 .
SLC7AI1 1) mRNA HH %t 38 35 7K F- Kz PARPL 5 1 5 3 7k R 34 5 T 1 Bz 1k 0P 8890 fb y7 U 8, TYRI
Y mRNA AR 38 KA F L e 1 U0 g A7 SR 21, 22 A G i 2# 8 L (1=23.487,20.030,23.378
22,752, ¥*=5.905, P<0.05) ; |- Bz 1 O 5 9% th PARPI 1) mRNA #H %t % ik /K % 5 GPX4 . SLC7AII )
mRNA A8 XF 22 1K 7K 2 1E A1 6 (7.=0.351.0.394) , 5 TfRT 9 mRNA AHXF 32 3K 7K S 2 1714 % (r=-0.364) 5
55 b Bz R R S5 T PARPL IR 2% 5k B 4 Lu A, b A M B 598 rf PARPI 5 235 /% 19 OS I PFS 45 41,
EZRH G 2EE L (=4.851.5.623, P<0.05) . Z5it PARPI1 & &k 5 R MU0 5L k)7 it 25 23T
TOWES A TS AN R A

(&) LR MEup i ; (P2 ; PARPL; #k46T

Correlation and clinical significance of PARP1 and ferroptosis in chemotherapy - resistant
epithelial ovarian cancer tissues

LUO Rui, WANG Lixia*, JIANG Ruwei

(Department of Oncology, Yingshang County People’s Hospital , Fuyang, Anhui, China, 236200)

[ABSTRACT] Objective To investigate the correlation between poly - ADP - ribose polymerase 1
(PARP1) and ferroptosis in chemotherapy resistant epithelial ovarian cancer and its clinical significance. Meth-
ods A total of 80 patients with epithelial ovarian cancer at Yingshang County People’s Hospital in Fuyang
City, Anhui Province, from February 2019 to February 2023 were selected for this study. These patients had
received platinum-based chemotherapy at least 4 times and were divided into two groups: chemotherapy sensi-
tive (n=31) and chemotherapy resistant (n=49) based on their response to treatment. Immunohistochemistry
was used to detect the protein expression of PARP1 in epithelial ovarian cancer tissues before chemotherapy.
Additionally, fluorescence quantitative PCR was used to measure the mRNA expression of PARPI and ferrop-
tosis marker genes GPX4, SLC7A11 and TfRII in epithelial ovarian cancer tissues. The levels of PARPI,
GPX4, SLC7A11 and TfR1 expression between the two groups were compared. Patients were followed up to
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assess their progression-free survival (PFS) and overall survival (OS). Results The high expression rate of
PARPI in epithelial ovarian cancer tissues with FIGO stage I~V and CA125 = 35 U/mL was higher than that
of epithelial ovarian cancer tissues with FIGO stage I ~1II and CA125 <35 U/mL. The difference was statisti-
cally significant ( y’=4.129, 9.095, P<0.05). The relative mRNA expression levels of PARPI, GPX4 and
SLC7A11 as well as the high expression rate of PARP1 were higher in chemotherapy resistant tissues compared
to chemotherapy sensitive tissues. Conversely, the relative mRNA expression level of TfRI was lower in che-
motherapy resistant tissues than in chemotherapy sensitive tissues. The difference was statistically significant
(1=23.487, 20.030, 23.378, 22.752, »’=5.905,P<0.05). The mRNA relative expression level of PARPI in epi-
thelial ovarian cancer was positively correlated with the mRNA relative expression levels of GPX4 and
SLC7A11 (correlation coefficient 0.351 and 0.394, respectively), and negatively correlated with the mRNA rel-
ative expression level of TfRI (correlation coefficient —0.364). Patients with high PARP1 expression in epitheli-
al ovarian cancer had shorter OS and PFS compared to patients with low PARP1 expression. The difference was

statistically significant (y*=4.851, 5.623, P<0.05). Conclusion The high expression of PARP1 is correlated

with chemotherapy resistance, reduced ferroptosis and poor survival prognosis in epithelial ovarian cancer.

[KEY WORDS] Epithelial ovarian cancer; Chemotherapy resistance ; PARP1; Ferroptosis
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Table 1 Relationship between PARP1 expression and some

clinicopathological parameters in epithelial ovarian cancer

(n(%)]

It AR5 B S 5 n ik [SESSE 7 PMA
AF

<55 % 36 16(44.44) 20(55.56) 0276 0.600
=55 % 44 17(38.64) 27(61.36)
FIGO 431

I~1 24 14(58.33) 10(41.67) 4.129 0.042
m~1v 56 19(33.93) 37(60.07)
HIEAE e

G1-2 28 14(50.00) 14(50.00) 1.361 0.243
G3 52 19(36.54) 33(63.46)
CA125

<35 U/mL 20 14(70.00)  6(30.00) 9.095 0.003
=35 U/mL 60  19(31.67) 41(68.33)

®2 EREMIMEENTWARSERHELR D PARP]
RIEWEE [(v2s),n(%) ]
Table 2 Comparison of PARP1 expression in chemotherapy
resistant tissues and sensitive tissues of epithelial ovarian

cancer | (x+s),n(%)]

GES " mRNA ?ﬁf‘;ffgéi&K% PARPI i 2154
TLIF 254080 49 1.77+0.16 34(69.39)
P HURHL 31 1.00+0.11 13(41.94)

X {H 23.487 5.905

P{E <0.001 0.015

AT UL ZY, TART 119 mRNA AH X 26 35 7K P
T b R VO SRR AT MU R, = R A ST
Y (P<0.05). W3,

®3 ERMENEEUTWHAARSHRARPRIET
REEERIEMEEER (vxs)
Table 3 Comparison of ferroptosis marker gene expression
in chemotherapy resistant tissues and sensitive tissues of

epithelial ovarian cancer (x +s)

es n GPX4 SLC7AIl TfR1
RIFMZH4H2] 49 1.6420.15  1.80+0.18  0.62+0.05
ARFFRURAZT 31 1.0020.12  1.0020.11  1.00£0.09

i 20.030 23.378 22.752

P1E <0.001 <0.001 <0.001

2.4 bz MEup s s PARPT 35 58T Rr ik
FEPR R A A e

- B2 PR BP S  PARPT B mRNA FH X 2 357K
5 GPX4 . SLCTAIT [f) mRNA A 357K F 5 1E
O, A R ECH 0.351.,0.394, 5 TfR11 1)) mRNA
FEXF 3R KT 2 A G, AHOC R B —0.364.
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Table 4 Correlation between PARP1 expression and ferrop-

tosis marker gene expression in epithelial ovarian cancer (x+s)

PARPI ik n GPX4 SLC7A11 TfRI
[=ESI 47 1.51+0.14  1.66+£0.17  0.68x0.08
ik 33 1.22+0.15  1.25+0.13  0.89+0.07

i 8.856 11.659 12.157
P <0.001 <0.001 <0.001
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Figure 1 Kaplan-Meier chart of PARP1 expression in

epithelial ovarian cancerand survival outcomes
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Prognostic value of CD64, PCT and SChE in patients with septic shock

GUO Shengwen, WEI Yujie*, WANG Lei, CAI Zhenhua

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

[ABSTRACT] Objective To investigate the prognostic value of serum CD64, procalcitonin (PCT)
and cholinesterase (SChE) in patients with septic shock. Methods A total of 118 patients with septic shock
were selected as the study subjects from January 2020 to December 2022 at the second Department of Critical
Care Medicine in North Anhui Coal and Power Group General Hospital. The patients were divided into two
groups: the survival group (n=98) and the death group (n=20) based on their 28-day prognosis. General data
for both groups of patients were collected, and serum PCT and SChE levels were detected using a fully auto-
matic biochemical analyzer. Serum CD64 levels were detected using flow cytometry. The levels of Serum
CD64, PCT and SChE were compared between the two groups, and ROC curves were drawn to evaluate the
prognostic value of single and combined detection of the above indicators in patients with septic shock.
Results The levels of CD64, PCT, APACHE Il score, serum lactate, white blood cell count, and C-reactive
protein in the death group were significantly higher than those in the survival group (7=3.942, 7.723, 5.246,
11.530, 6.533, 4.426, P<0.05). The serum SChE level in the survival group was significantly higher than that
in the death group (7=6.288, P<0.05). Multivariate logistic regression analysis showed that CD64 ($=1.251,
OR=3.494) , PCT (3=0.562, OR=1.754) , and SChE (5=0.961, OR=2.614) were independent influencing
factors for poor prognosis in septic shock patients (P<0.05). The ROC curve showed that when CD64, PCT
and SChE were combined, the AUC for predicting death in septic shock patients was 0.960, and the sensitivity
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and specificity were 90.0% and 94.9% , respectively , which was better than that of single detection (P<0.05).

Conclusion Serum CD64 and PCT levels were significantly increased, while SChE levels were significantly

decreased in patients with septic shock. The combined assessment of CD64 and PCT levels could service as a

valuable prognostic indicator for septic shock patients.

[KEY WORDS] Septic shock; CD64; Procalcitonin; Cholinesterase ; Prognosis
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Short-term efficacy of different surgical methods for hypertensive intracerebral hemorrhage
in the basal ganglia region

YE Liangliang, ZHOU Litian, JIAO Lei, DING Junhong, YU Qian, LIU Weijun, YANG Pinglai*
(Neurosurgery Department, Nanjing Lishui People’s Hospital/Zhongda Hospital Lishui Branch, Southeast Uni-
versity , Nanjing, Jiangsu, China, 211299)

[ABSTRACT] Objective To explore the effects of different surgical methods on perioperative
indicators, serum neurospecific enolase (NSE) and prealbumin (PA) levels, neurological function, and
postoperative complications in patients with hypertensive intracerebral hemorrhage (HICH) in the basal
ganglia region. Methods The data of 83 patients with HICH in the basal ganglia region who received surgical
treatment in Nanjing Lishui People s Hospital from January 2021 to January 2023 were collected. Among
them, 43 patients received navigation - assisted neuroendoscopic hard channel minimally invasive treatment
(endoscopic group) , and the remaining 40 patients received small bone window craniotomy hematoma
removal (craniotomy group ). The perioperative indexes, serum NSE and PA levels before and after operation ,
the National Institutes of Health Stroke Scale (NIHSS) score and postoperative complications in the two
groups were statistically analyzed. Results Compared with the craniotomy group, the endoscopic group had
longer operation time, less blood loss, higher hematoma clearance rate, and shorter ICU stay. The differences
between groups were statistically significant (r=8.504, 8.332, 10.222, 9.180, P<0.05). Serum NSE and
NIHSS scores in the two groups were significantly lower on day 7 after surgery than before surgery, and the
differences were statistically significant (r=28.137, 19.333, 30.472, 16.683, P<0.05). Serum NSE and
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NIHSS scores in the endoscopic group were significantly lower than those in the craniotomy group on day 7
after surgery, and the differences were statistically significant (#=3.775, 10.113, P<0.05). Serum PA in the
two groups were significantly higher on day 7 after surgery than before surgery, and the differences were
statistically significant (r=—13.077, —9.189, P<0.05). Serum PA in the endoscopic group was significantly
higher than that in the craniotomy group on day 7 after surgery than before surgery, and the difference was
statistically significant (#=3.541, P<0.05). The total incidence of postoperative complications in the endoscopic
group was 9.30%, significantly lower than 30.00% in the craniotomy group, and the difference was statistically
significant (°=5.705, P<0.05). Conclusion Navigation - assisted neuroendoscopic hard - channel minimally
invasive surgery for treating HICH in the basal ganglia region has the characteristics of minimally invasive,

efficient, good postoperative neurological recovery, and fewer complications, which is more advantageous than

small bone window craniotomy hematoma removal.
[KEY WORDS]

Basal ganglia region; Hypertensive intracerebral hemorrhage ; Neuroendoscope; Nav-

igation; Small bone window hematoma removal ; Neurospecific enolase ; Prealbumin
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FFFIE A BB 4308 E S RE I 2 Ve S R 1, R —HEER (n=13)  (n=a0) X/ P
K, HICH BREAE N BOR SR, AT MU 458 PRI (F 1) 27116 27/13 0202 0.653
. (L) 54.26£5.39 53.93+5.14 0285 0.776

) J S N=3 N [3]
B, 7R A PESUREARER L A PA I 7J?$F%1‘ ° Jif (h) 17.00£5.23  16.59+4.90 0.368  0.714
FEJFE T X & HICH F 5 DL A8 00, H Rl RET X s 1 (mL) 43.75+8.83 45.01+858 0658 0.512
FLJRAY X HICH M FARIGIT M40, A ABEI GCS WEAr(4r)  9.21+1.37  9.35%1.34 0470 0.640
P v IS e B F1 5 s
5% 38 158 6 LY S Al B A 20 PN e el 3 O R SN B lLE 36(83.72) 35(87.50) 0239 0.625
T ¥ P I AR 3 Bk AR R Rl R 23R 7 28RS Y X HICH ik A5 5 16(37.21) 17(42.50) 0242 0.623
R B PR, i — T e A B ik i1 1L 18(41.86) 16(40.00) 0.303  0.863

VIO e Sy 5 1ML 43(100.00) 40(100.00)

LI R X HICH A iR e 2% BRI 24(55.81) 21(52.50)  0.092  0.762
1 BT ‘

AR5 FH*E -

1.1 — gk

Wk 2021 4F 1 & 2023 4F 1 H TR o i ik
X A B EREsti2AE e ) HICH BB 3E %R, 99 Abn
e : OFF & HICH 2 Wibr i s @ & 52 18 2 K A ik
SR FE RN DX HR s )RR AR B S 48 h N
P2 FARGIT ;s @I IR TR 5T 4. HEBRbRE : DAY

Jif BB WS EARRT S LR A ATk
P CT A A, BB H I 7 ' K ot A, R 4 B R
P, AR, Sk B A Bz, R R T M A i A
fibo AREFRRFIIHTFE R S50, B
I 2 7359035 AU Al B o 2 A 5 RS 30 1 ol B33
I HUINE B TF UL BR AR T
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1.3 WMEFER
1.3.1  FARMTE bR

TESEFARBSR] i SRR S ICU AR
LT 10 i RS B N (1 B e (E o N TG
100%, Ifi i ARG CT 58, RAZ A",
1.3.2 NSE.PA /K

A3 ARET ARG 7 d BURFE S IR KL 5 mL,
50 J LA T IR 4 92 TR o 92 00 2 1 5 NSE ik 7% 2
) H R&D Systems, Inc.) , VA 4= H sl 4 b 43 B X
i i 3 PA 7K (H 57 7600 1)
1.3.3 #&UhE

ST ARAT ARG 7 d X R E AT 8 [ E 3
Az g 25 vh B % (National Institutes of Health Stroke
Scale , NIHSS ) ¥¥-41 , PF43 30 [l 0~42 73, P53 BAIK,
PR RERIT T
1.3.4  ARIEIF LA

T AL FE AR S5 T PN R g il R
7K FAL i o ZE L T A I
1.4 Gijlibs

K SPSS 25.0 B4k 47 Budls 43 #r , 1 i K
WL (x+s) FR, PIALIE] LA T ST K2 36, 4L L
EATICNS ¢ K s THECSEREE I n (%) Fos , WEAT
1R, LA P<0.05 hZESFAH G E L

2 #R

2.1 PR FEIAR DR R A

55 FF LA L, B AL TR R M i
B i R L, ICU AR )44, 22 5
HEit2:mE L (P<0.05), W2,

x2 MABRARBPERIE (x25)
Table 2 Comparison of perioperative indicators between

two groups (X +s)

2151 FARHF ] Wi mAERRE ICU AfE
- (min) (mL) (%) k] (d)

INBEZH 43 241.32+42.96 204.35+45.21 91.15+4.21 2.00+0.57
JFfiiZH 40 168.35+34.37 291.81+50.41 73.56+10.41 3.65+1.02
i 8.504 8.332 10.222 09.180
P{H <0.001 <0.001 <0.001 <0.001

2.2 WHYLIfiLTE NSE .PA /K- i

AT, PIZH 75 NSE .\ PA LR, 2 R L83
B (P>0.05) ;K5 7 d, PIZLILTE NSE 3 AR HT B
FEAR, PA BOR AT W T, 2 R A g1t X
(P<0.05), H- 5T AH HE , N BE 4L IM% NSE HAIX,
PA W&, ZRA G #E X (P<0.05), W% 3,

x3 MWMAARBARF 7 dHMFE NSEPAKFEIFEE (+5)
Table 3 Comparison of serum NSE and PA levels between

the two groups before surgery and 7 days after surgery (x+s)

NSE (pg/mL) PA(mg/L)

ENi] KRG 7d A HI KRG 7d
WEiZH 43 13.98+3.05 4.54+1.35° 224.65+27.35 286.12+34.3"
TFBIZH 40 14.2123.59 5.88+1.86" 218.13+23.58 259.67+33.6"
i 0.315 3.775 1.159 3.541
P 0.753 <0.001 0.250 0.001

5 R ARET L, P<0.05,

2.3 PIHARJGEHZIIHE LI

AHI, PIZH NIHSS 147 A, 25 5 ogii 222 X
(P>0.05); RJ5 7 d, B NIHSS /38R R W i
%, 2534 G455 X (P<0.05) , H N 552H NIHSS 3
ST, 27 AR L (P<0.05), W34,

F4 FEHAARBAREF7IHNIHSSESIFEE [ (x+s), 4]

Table 4 Comparison of NIHSS scores between two groups

4 n

before surgery and 7 days after surgery [ (¥+s) , points ]

2H 5 n A ARG 7d
B 43 12.88+2.37 4.26%1.34°
FT e 40 12.35+2.15 7.47+1.55*

tHE 1.064 10.113

P18 0.290 <0.001

SRR ET A, *P<0.05,

2.4 WHARJE I EAE L
N B AR 5 I &ORE B &k A R AR T T
M, ERAG IR X (P<0.05), W#ES5,

x5 WMAHARBHEZEILE (n(%)]
Table 5 Comparison of postoperative complications between
two groups [1(%) ]
ARG mIR BRES KR HE e
A 7 e mer mok EEL mp SEE
MBI 43 1(2.33) 0(0.00) 1(2.33) 2(4.65) 0(0.00) 4(9.30)
FF15i2H 40 4(10.00) 1(2.50) 2(5.00) 4(10.00) 1(2.50) 12(30.00)

Pall 5.705
P 0.017
3 e

LI X HICH il R UL HICH 2888,
HUIFEL I N 2 K, BT HIBARRR , B H RN 5
A IR [R] RS I Bz o0 o, 3 BB 7 A B T g
BRI = R AR R I IR R
BH 1 % 2H 27 45 47 S B i) 40k ok PR 2, 07 LT IR
Jifr, F T A 5 A7 R

BB I R T 6 352 IS 4 X HICH 22 5% i T i 1fiL.
Py R A, HErb N B T 0 e 78 R AR A A AN
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FEAE AT, J2 A 22 1 i 35407 AF X A TR R
Ve o UL Bl 2 P B A A A R AR T LAE
B4 HICH F AR 7k, oA 0 R G B
S A 2 A I e, % B D9 TR AN A B T
B, T B8 AE LRI I i T8 R 4[] B AR 4 1 5 1) G
HANTNREY . AR R, S A, N
SN L1 S (2 1 S O 1 Y
1, ICU AAE I [a) B Ja . ki ol &5 V% 82 45l JE IS
7 X HICH B3 BERHEAT 00T, & BAH H /N 76 7T
L P A A S T A B e 448 PN B A G R TT
WD AR I, R o L B R, AR AT 45 R S
AL T P B 2 T A 4 SR 2 S 0 SR T
AESE TP F R — HEN  F R, A U2 T3
I b8 BRAS T3, 3 ] BB SR IE 7 Mk 4 27, JE K
BE I TUC AR, 5348, FF 3R Jo ik i @5 IR
A i i, T B S — R R R 0l B R
T PN B AR T AR S 00 2 G0 BB B AR BT 152
TORMIEAT R A E A, 0 AR I O TR B i 4R
517 18], LA e/ IN ) 2 o 3 ot v

F 5% & B, HICH 1] 5 | 1 fig 21 27 it A A AR 15 25
L, A8 T PF B N [ AR R A M b e Th s R A
NSE J& #t £ 453 475 1 50 FR A, 2o 2% 5 9 Tl
FE 0 R E RIS UE R RS . PA S 5L
A7 3R E SRR R 2 e E B A R L A G
S5 i A O AT 5 SR S T, AR M PA K F
BETEAETUS AR, HICH B3, Hl#h 2t
HR LR 2 A A PR R I - A 5 e 3 3 1 2, 3K
K it NSE B ek A I8 B i 4 3, 8 i 3% NSE
FEIR T RIS i i a5 R A8 R 4 1k R - TT
T o )RR AL 2 R ORE I, B i YE PA 3% GK [
IR ARHEFE R A EE A, B R 2
Tife AU S AE SN 1 MCGEVE - B, X ] g
P2 PN BRI T B R BE A S0 BRI, DL S
S JUTU A 0 A 2 N B R T AR T R S A A L AR
B AN, AR5 KB, BT ARG I & AE B
A R AR T AL, wT UL S A B 2 P
i 300 T S AR TR YT T X HICH AR X B %2 4
25 b, UL A Bl A 8 PN B A A G A i i 9 R R
TRIT LR T X HICH J7 e &, AMUBEHR = TRk
R AR B E ARG IREME , B REW DA I
FAE e, X e B S A B L (A5 I R
RAETERE . T ARG bl [l M AR 5T, R
AREA Bz ARG KR D770k, 7T 8E S 209

TR 5 W S 1 1 0 1

e

Z il KEEADTFERIE
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.’I,/a 3 e

Pl & iR BN EE B PVP 1897 R AR UGk Pk Fes 4 Pk
41 BALP.PTH Jz N-MID-OT /K *J-/) 55 n)

BEEy T mEL AR AEE

(# ZE] BB HrhCBERR AN B2 MR U AR (PVP) YA YT X A5 B A PR R 46 1 B 37
BB RR G (BALP) \ HUIR 25 IR 2 (PTH) & N i P B 45 R (N-MID-OT) K -5 . ik eI
2019 4 1 A % 2022 4F 2 A JF (L7 =08 XN BB BE YA 28 451 T B P 1k P 4 ki3 A8 107 ], e R
YEIT 5 R R 43y W EE L R HRZH % HR 4 SR B PVP YA YT (n=52) , W88 40 R B B s 19 4 %l B PVP R
J7 (n=55) . X L W4l Oswestry D) BE [ it 46 44 7] %5 2% (ODI) LSS i 22 (VAS) B AR 48 45 (BALP
PTH N-MID-OT /KF) AR KRN EFEIrkd%, &8 MHARE 27 647 124 H ODI 411
TR, HXREE AR 5 45 Bt 7] BE ODL P43 ¥4I T IR AL, 22 A G243 L (P<0.05) . BRI 2 H .
6 H 124 H VAS IR TR, ELWER AR 5 45 15 18] BE VAS PRI YK T X 4, 22 A i it 2475 L
(P<0.05). MiZHAJ5 BALP .PTH } N-MID-OT /K V-3~ %, H W %40 A J5 BALP . PTH & N-MID-OT 7K
IR TF X IR, 2 5 A ST L (P<0.05) o PR BN & RN H, 22 R B G i 2F 2 L (P>
0.05) , {H W5 24 15 97 e 2 %R (7.28% ) B B AIE T X R4 (25.00% ) , 25 5 A i i & X (P<0.05) . 4518
BT 5 1R 691 4l B PVP IR YT AT A S AR B B M R R B T BB MR T R U R R, i
HFA N BALP \PTH /2 N-MID-OT /K°F , {2 s HAR SR .

[XgER] BTCBER; L HRBIEA ; B B R BT Bk uk iR g ; B ok 55 R
#;N-MID-OT

Effects of alendronate sodium adjuvant PVP therapy on BALP, PTH and N-MID-OT lev-

els in elderly patients with osteoporotic compression fractures
TIAN Xiaofang™, TIAN Guohua, ZHENG Yanjie, LIU Chunxiang
(Department of Orthopedics, Fengrun District People’s Hospital, Tangshan, Hebei, China, 064000)

[ABSTRACT] Objective To analyze the effects of alendronate-assisted percutaneous vertebroplasty
(PVP) in the treatment of osteoporotic compression fractures in elderly patients on bone alkaline phasphatase
(BALP), parathyroid hormone (PTH) and N-end middle Osteocalcin (N-MID-OT) levels. Methods 107 el-
derly patients with osteoporotic compression fracture treated in Fenggrun District People’s Hospital of Tang-
shan City from January 2019 to February 2022 were selected and divided into an observation group and a con-
trol group according to different treatment methods, the control group was treated with PVP (n=52) , the ob-
servation group took alendronate sodium as auxiliary PVP treatment (n=55). The Oswestry Disability Index
questionnaire (ODI), visual analogue scale (VAS), bone metabolism indicators (BALP, PTH, N-MID-OT
levels) , adverse reactions and the incidence of refracture between the two groups were compared. Results
The ODI scores of both groups decreased at 2 months, 6 months, and 12 months after operation, and the ODI
scores of the observation group were lower than those of the control group at all time periods after surgery , the

difference was statistically significant (P<0.05). The VAS scores of both groups decreased at 2 months, 6

AR A A EFAFH IR R B B (20220347)
M tn . LT ERRARERE A, T, &L 064000
*BRAE A . @22y, E-mail : ianxiaofang_523@163.com
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months, and 12 months after surgery, and the VAS scores of the observation group were lower than those of the
control group at all time periods after surgery, the difference was statistically significant (P<0.05). The levels of
BALP, PTH and N-MID-OT in both groups decreased after operation, and the levels of BALP, PTH and N-MID-
OT in the observation group were lower than those in the control group, the difference was statistically signifi-
cant (P<0.05). Comparing the total incidence of adverse reactions between the two groups, the difference was
not statistically significant, the difference was statistically significant (P>0.05), but the incidence of re-fracture
in the observation group (7.28%) was significantly lower than that in the control group (25.00% ), the difference
was statistically significant (P<0.05). Conclusion Alendronate sodium adjuvant PVP therapy can effectively

improve the vertebral function of elderly patients with osteoporotic compression fractures, reduce their pain, im-

prove the levels of BALP, PTH and N-MID-OT in patients, and promote their postoperative recovery.

[KEY WORDS] Alendronate; Percutaneous vertebroplasty ; Osteoporotic compression fracture ; Bone

alkaline phosphatase ; Parathyroid hormone ; N-MID-OT

GERNIR /NP PR = = R Y (RS = e g 1B ECIR 22N
BRI R . B TG
/N A TR R TPt = SC SN, = N TR N ¢
1 e R B v A, B N T 2 A ], 3R 2 AR
BT AR BT A R R R R 2
R B AR (Percutaneous vertebroplasty , PVP) J& #iLif
7 B o A T R A e A BB i
A SO0 R R AR R R R, H
PVP AT IF AN 58 08 B B BB TE 00,
O AR T PR K AE R4 PR BT I R Y 8 PVP
A JG B B AME IR TT , HILX T30 97 25 9 114 356 e
W ICGE—ARifE o BT S BERR NS T T TR YT i B
AR 259, AT ik AR s A 2 AR i S 3 R .
‘B Bl P W iR i (Bone alkaline phasphatase , BALP)
AL 4 g e B A4 L T R 3 T IR A T R 55
Jif i & (Parathyroid Hormone , PTH ) 7] J& 55 & #fE 5l
RN RS V] W Nl = £ T IR g 7 L |
i By PVP 3R 97 X 28 4F i BT AL Pk R 4 vk
BALP . PTH % N i ' Bt 5 #5 & (N end middle
Osteocalcin , N-MID-OT ) 7K~V 52 1, B 4nF .

1 #ZRE5HZE

1.1 — sk

PEHL 2019 4E 1 H % 2022 4F 2 A FF 1L F i X
N BB BEWSTR 19 2 A 0B A 1 e 4 o i 3 f
107 191, ¥ FRIG YT 77 R [R] 43 SR SR 20 R R, XoF
HEAH R PVP 1AYT (n=52) , WL R Bl B R 4N
8 PVPIBYT (n=55) , Hrpxt BEZH 55 22 491, % 30
B, SRS (62.49+7.25) % ARSI B ATHRAL43 4 Ly
20 1, L, 71, Ly 561, Too 161, Ty 3651, T 16 f51] . W
R0 23 191, 2 32 9], - HAES (62.82+7.29) % AR

B PrEBAL53 R L 21 6], L, 6 ], Ls 6 5, Too 2 9],
To A6, T 16 B, L —ME 0O LA 25 R IESe T
B (P>0.05), A AT etk AT 2 B R 2 e
Z ot , 2 R OB S R

AN : OFF 5 (LB RRE) P T i
B kA B2 W s @2 LR LR Bk CT 521824k
AL N B B A M R 4 PR AT B TOHE 5 A i
B RE A 2R IRAE S @ TR 2 R
& =60 % ; © I K 77 B G = 5 HE Bk Ar o
O FFESERR TP @R HARFZ IR R
Wit ZEH R I T QE A E
(@ F7 7 0k il 9o il 4 A8 2 s @R R T fg
BE ML REFR T s @ G IF AN RE AT , Ok IE
A RN 227 s COXF BT & B R 8 A5 3R T B o
BN LT AETEA AR R ¢
1.2 ik

X2 . 45T PVPIRYT ), T PVP RJGH LT
DLN FERR R4S D3 A 600 mg (V5 RE 587 7250V A FR
o8], 25U H20183358 , HLAE < 600 mg) 1 Al
1~2 K/

WS 2 - AE X BEAL A LA FH BT R
BIT, T LABT S B BR 4N 70 mg (£ 24 48 B = 24
v A BRZS A, 25 4E - H10980109 , #LA% : 70 mg )
FAR, ks . PR AEIR 34~ H .

A X WAL AT O 12 A H B B T
Bk 2023 45 2 A, & H BDT— %, BV 7 20R I
28 & FEIr kKATE .

1.3 WEHER
1.3.1  PUZLyRE R i 2 B X L

K H Oswestry ) BE [ i 45 1 0] 45 3% (Oswes-

try Disability Index questionnaire , ODI) ™ X £ & A Hij
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BAJG 247 647 12 A A 34500, % &
FALFEA ST AT RJE AL S AN SE O, &
D7 1AL R 5 43, 43 50 43, A5 0 b g £ 7 A R T
B 25
1.3.2  PHZLAR R BN L

K H 5 # $8L & F& (visual analogue scale,
VAS)"XHBEEART ARG 21H 61~ H 12 1A
HEATIPAL W6 53 10 43, 0 43 3RO T0d L 10 43 3R 7R Jil
RS, 4553100 o 4 7R P R
1.3.3  PIdlECHHE ArxT L

KA A B ARTT ARG 6 > 25 18 ik i
5 mL, (B5.02FE42 .10 em, #5%: 3 000 r/min, 5[] ;
10 min) &b PRAR BNV , B T -20CHEE % R &
o HHH Elecsys 4 [ 8l G 43t A S Bl &35 &
(B ICAFD) , KA & 674 % BALP . PTH
N-MID-OT 7K -,
1.3.4 I RN B BT & AR T

AR ALEE & Sk R, IR X
Stk CT AR A A i SE UL 12 E A EIr
1.4 Git#rik

K FH SPSS 18.0 4b B 5 {4 X B s 47 e 1t 4y
B, T BRI (=) 27, 9 R TR) 55000 FH o A
55 s THECEUE SR n (%) Fom SR 2 K256 5 DA P<
0.05 Fm 2T HA G E L,

2 HFR

2.1 ODI ¥4y

PAARE 21 H .61 H 124 H ODI 43
TR, HOULES AR J5 45 1] Be ODI 43 441K X
M2, 2R A5 E L (P<0.05) . W1,
2.2 VASiF4y

ARG 24 H 64 H (1240 H VAS W41
TR, HOWER A S5 4515 (8] B VAS PF423 B4 %t
M, 2R A% X (P<0.05), W3K2,

®1 FHODIES XL [(x+5),4)]
Table 1 Comparison of ODI scores between the two groups

[(x+s), points]

ODI #-4)
N} ARG 24H KE6e4HA RiFi124A4
YIHRZH 52 39.56+6.37 35.18+5.73' 29.89+5.10" 25.83+4.76"

45 n

WELH 55 38.12+6.24 30.41+5.49° 21.56+4.32° 16.53+4.20°
A 1.064 3.965 8.157 9.678
P{H 0.290 <0.001 <0.001 <0.001

SRR T, P<0.05,

®2 FWAHAVASIESXLE [(F5),4)]
Table 2 Comparison of VAS scores between the two groups

[(x+s), points]

VAS P43
A n —— =y T =y
A RIg24H KRgetH Rg124H
XTHRZH 52 7.92+1.38 3.06x1.78'  2.27+0.53"  2.85+0.69"
WMELA 55 7.54+1.26 3.17+1.02°  1.61+0.39°  1.99+0.32°
t{H 1.338 2.561 6.646 7.539
PAE 0.184 0.012 <0.001 <0.001

1 5 AARR L, P<0.05,

2.3 BfEbR

W41 AR J5 BALP.PTH & N-MID-OT /K- F
W, HWEEZH AR5 BALP . PTH } N-MID-OT /KF-1
RFX IR, 2 5 A gt L (P<0.05) . L& 3.
2.4 ARRN HETEER

WAL BN kAR R, 22 S RSt 2F
=L (P>0.05) , BSR4 PR & A %R (7.28% ) B

AR F X R (25.00% ) , 2736 GitFE L (P<
0.05), WF4a,
3 iFig

AT BB FA P TR 46 M 3 i R B T
PR Jr WA R UL P o 2 A 4 45 i PRAE
AR B FERBEISIE I FEEEA . HAT, IR
BT AR BB A R A P T ORI R
AIT RSPIRIT A o PRSFIRYT I A, R IHG
JPRCRA IR, B2 2 H N — B2 AT R

%3 W4 BALP.PTH & N-MID-OT 7K EXfLL (x+s)
Table 3 Comparison of BALP, PTH and N-MID-OT levels between the two groups (x+s)

o . BALP(U/L) PTH(pg/mL) N-MID-OT (ng/mL)
AT NGl LNl LN LNl ARG
pupiiE::| 52 52.49+8.35 30.78+6.73" 475.51£106.04 318.22+87.03" 1.300.42 0.89+0.21°
pUEE] 55 50.97+8.21 23.46%5.49" 472.50+104.03 234.36%56.04" 1.19x0.38 0.660.14°
A 0.855 5.575 1.312 18.548 1.278 6.048
PiA 0.395 <0.001 0.193 <0.001 0.205 <0.001

- SR AT, P<0.05,
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F4 MATRREERBERNEREEI L [(n(% )]
Table 4 Comparison of adverse reactions and incidence of

refractures between the two groups [n(% ) ]

AN B

=] pas
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Correlation between postoperative serum MMIF, IL-6 and PTH levels and postoperative
hypoparathyroidism after papillary thyroid cancer surgery

MEI Changli*, LI Xuewen, NA Jiangchao, HE Liang

(Department of General Surgery, Pinggu District Hospital , Beijing, China, 101200)

[ABSTRACT] Objective To analyze the correlation between serum levels of macrophage movement
inhibitory factor (MMIF) , interleukin - 6 (IL - 6) and parathyroid hormone (PTH) levels with
hypoparathyroidism after surgery for papillary thyroid cancer. Methods 134 patients diagnosed with papillary
thyroid carcinoma in our hospital and underwent total thyroidectomy and central cervical lymph node dissection
from June 2020 to April 2022 were selected as the study objects. The incidence of postoperative
hypoparathyroidism was analyzed. Single factors affecting patients with hypoparathyroidism were analyzed,
and multiple Logistic regression was used to analyze the risk factors affecting hypoparathyroidism. Pearson
correlation coefficient was used to analyze the correlation between serum MMIF, IL-6, PTH after surgery and
hypoparathyroidism. Results Among the 134 patients, 112 (83.58% ) had normal parathyroid function, and
22 (16.42% ) had hypoparathyroid function after surgery. There was no significant difference in age, sex and
tumor diameter between the two groups (P>0.05). There were significant differences in tumor location,
central lymph node dissection location and number, combined Hashimoto thyroiditis and postoperative serum

MMIF, IL-6 and PTH levels between the two groups (P<0.05). Multiple Logistic regression analysis showed
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that the tumor was in the dorsal membrane, combined with Hashimoto thyroiditis combined with postoperative
serum MMIF = 2 ng/mL, IL-6 >10.0 pg/L, PTH = 15 pg/mL were the risk factors affecting hypoparathyro-

idism (P<0.05). According to Pearson correlation analysis showed that serum MMIF, IL-6 and PTH levels

were positively correlated with hypoparathyroidism (P<0.05). Conclusion The level of serum MMIF, IL-6

and PTH can be used to predict whether the parathyroid function is decreased after the operation of papillary

thyroid cancer, which provides a reliable basis for clinical treatment.
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Table 2 Multivariate logistic regression analysis of factors affecting hypoparathyroidism

H& e B SEfi  Wald y{i OR(95% CDfi P

TR 7 1=J5 75 I 2.476 0.267 5.349 1.697(1.005~2.864 ) 0.007
BB N E S| 4.073 0.328 4.819 1.617(0.851~3.076)  0.138
T P A B 0.827 0.354 7.135 2.341(1.107~4.911)  0.419
B A AS HOR AR 26 0.674 0.265 1.147 2.016(1.152~3.487) 0.049
MMIF 0=<2 ng/mL; 1==2 ng/mL 0.754  0.373 6.238 2.624(1.333~7.523)  0.015

IL-6 0=2.0~10.00 ng/L;1=<2.0 ng/L 5{>10.0 pg/L 0.743  0.287 6.527 2.104(1.169~3.495)  0.021

PTH 0=<15 pg/mL; 1==15 pg/mL 0.674  0.265 0.975 2.016(1.152~3.487)  0.033
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WEARFIEZERE T, TSH . FTOK VA, 22 7 5T X (P>0.05) ; BIEAR G IE % B E T, FT, K
P FEEARGIEZEBH, CRP/ALB NLR K P FEERFIEZEH , ZERFWASIT#E X (P<
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Relationship between serum thyroid hormone, NLR and CRP/ALB and delirium after
lung cancer surgery

SHANG Mingxu', WEI Lijuan*, SHI Ruochun'*

(1. Department of Critical Care Medicine, Beijing Sixth Hospital, Beijing, China, 100007; 2. Respiratory
Department of Beijing Sixth Hospital , Beijing, China, 100007)

[ABSTRACT] Objective To analyze the relationship between serum thyroid hormone, neutrophil to
lymphocyte ratio (NLR) and C-reactive protein/Albumin ratio (C-reactive protein/Albumin, CRP/ALB) and
delirium after lung cancer surgery. Methods A total of 118 patients who underwent radical lung cancer sur-
gery at Beijing Sixth Hospital from January 2021 to December 2022 were selected as study subjects. Delirium
was assessed using the ICU Confusion Scale. Among the patients, 35 developed postoperative delirium ( deliri-
um group) , while 83 did not develop postoperative delirium (non-delirium group ). The individual factors that
influenced postoperative delirium in lung cancer were analyzed. Multivariate logistic regression analysis was
used to analyze the multiple factors that contributed to delirium after lung cancer surgery. Furthermore, serum
thyroid hormone, CRP/ALB, and NLR levels in patients with different degrees of delirium in the delirium

group were compared. Pierce correlation coefficient was used to analyze the correlation of serum thyroid hor-
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mone, CRP/ALB, NLR and delirium after lung cancer surgery. Results There were no significant differenc-
es between the two groups in terms of sex, hypertension, ASA grade, T4, TSH, FT4 levels and other indica-
tors (P>0.05). However, there were statistically significant differences in age, diabetes, sleep disturbance,
and T3, FT3, CRP/ALB, and NLR levels between the two groups (P<0.05). Multivariate logistic regression
analysis showed that age =60 years old, combined with diabetes, sleep disorders and T3 <1.31 nmol/L., FT3<
5.15 pmol/L,, CRP/ALB >0.120, and NLR =7.79 were all risk factors for postoperative delirium in lung can-
cer (P<0.05). When comparing the T4, TSH, and FT4 levels in patients with mild and severe postoperative
delirium, there was no statistically significant (P>0.05). However, the levels of T3 and FT3 in patients with
mild postoperative delirium were higher than those in patients with severe postoperative delirium, and the lev-
els of CRP/ALB and NLR were lower than those in patients with severe postoperative delirium. These differ-
ences were statistically significant (P<0.05). According to Pearson correlation analysis, T3 and FT3 were neg-
atively correlated with postoperative delirium in lung cancer, and CRP/ALB and NLR were positively correlat-
ed with postoperative delirium in lung cancer (P<0.05). Conclusion There is a correlation between postoper-
ative T3, FT3, CRP/ALB, and NLR levels in lung cancer patients undergoing radical surgery and the occur-

rence of postoperative delirium. Detecting the levels of these indicators can provide reference data for clinically

evaluating the severity of postoperative delirium.

[KEY WORDS] Serum thyroid hormone; NLR ; CRP/ALB ; Postoperative delirium for lung cancer
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Table 1  Single factor influencing postoperative delirium in

lung cancer patients [n(%), (x£s) ]

TiH EEA(n=35) EEEMH(n=83) yi{H PIH

() 4.670  0.031
=60 29(82.85) 52(62.65)
<60 6(17.15) 31(37.35)
B 21/14 45/38 0.334  0.563
CEIR/3
ML 10(28.57) 21(25.30) 0.135 0.712
ARG 18(51.43) 16(19.28) 12.407 <0.001
I I [ 14.(40.00) 13(15.66) 8.264 0.004
ASA 734 0.042 0.837
1~T% 28(80.00) 65(78.31)
1|3 7(20.00) 18(21.69)
T, (nmol/L) 1.28+0.16 1.51+0.22 5.587 <0.001
T.(nmol/L) 109.05£14.45  101.21%16.33  0.941 0.348
TSH(wIU/mL) 1.63+0.40 1.83+0.45 0.683 0.496
FT;(pmol/L) 4.47+0.65 5.20+0.57 6.091 <0.001
FT,(pmol/L) 11.43+2.62 10.62+3.33 1.281 0.203
NLR 8.63+4.15 6.12+3.38 3.437 <0.001
CRP/ALB 0.12+0.07 0.08+0.04 3.917 <0.001
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Table 2 Multivariate logistic regression analysis on postoperative delirium in lung cancer patients

K% M BIH SEfH  Wald {8 OR(95% CD{H PH
AEWA 0=<60 % ; 1==60 % 2.476 0.267 5.349 1.697(1.005~2.864)  0.007
IR S 0="15; 1=42 3.165 1.153 6.725 12.815(9.608~17.165)  0.012
I HI: s £ 0=75; 1=/ 0.905 0.125 4.589 2.791(2.093~3.739)  0.043
T 0=1.31~2.20 nmol/L ; 1=<1.31 nmol/L &>2.20 nmol/L 2.476 0.267 5.349 1.697(1.005~2.864)  0.007
FT; 0=5.15~9 pmol/L ; 1= <5.15 pmol/L 1§, >9 pmol/L 0.448 0.077 33.579 1.566(1.346~1.823)  0.001
NLR 0=<7.79;1= =7.79 0.674 0.265 0.975 2.016(1.152~3.487)  0.033
CRP/ALB 0=0.024~0.120 ; 1= >0.120 0.743 0.287 6.527 2.104(1.169~3.495)  0.021

F3 AEIEEEREEMEFIKREEHME NLR.CRP/ALB K FLLE (v+s)
Table 3 Comparison of serum thyroid hormone , NLR, CRP/ALB levels in individuals with different levels of delirium (x=xs)

TR n T, (nmol/L) Ti(nmol/L) TSH(IU/mL)  FT:(pmol/L) FT,(pmol/L) NLR CRP/ALB
LYy 21 1.34+0.15 105.37+13.36 1.75+0.45 4.82+0.71 10.86£2.35 7.15+1.04 0.10£0.02
Giyiy 14 1.19+0.18 114.58+14.65 1.45+0.39 3.95£1.03 12.28+2.73 10.85£2.59 0.1520.04
71a 2.675 1.925 0.698 2.964 1.642 5.937 3.128
P{H 0.011 0.163 0.489 0.005 0.510 0.007 0.003
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Serum levels of miR - 211 and miR - 128 in cutaneous malignant melanoma and their
relationship with efficacy

LIU Yueli'*, ZHU Lin*, WEI Xing’, WU Yong'

(1. Department of Medical Aesthetics, the Third Affiliated Hospital of Henan University of Traditional Chi-
nese Medicine, Zhengzhou, Henan, China, 450000; 2. Department of Surgery, the Third Affiliated Hospital
of Henan University of Traditional Chinese Medicine, Zhengzhou, Henan, China, 450000; 3. Department of
Plastic Surgery and Aesthetics, the Second Affiliated Hospital of Zhengzhou University, Zhengzhou, Henan,
China, 450000; 4. Department of Plastic Surgery and Aesthetics, Henan Huixing Plastic Surgery Hospital,
Zhengzhou, Henan, China, 450000 )

[ABSTRACT] Objective To explore the levels of serum miR-211 and miR-128 and the relationship
with efficacy in cutaneous malignant melanoma (CMM ). Methods 120 patients with CMM admitted to the
Third Affiliated Hospital of Henan University of Traditional Chinese Medicine from July 2021 to June 2022

were selected as the CMM group, and 90 patients with non-tumor skin diseases during the same period were
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enrolled as the control group. The expression levels of serum miR-211 and miR-128 were compared between
the two groups, and the relationship between expressions of serum miR-211 and miR-128 and clinicopathologi-
cal characteristics of CMM was analyzed. After 3 months, the patients in the CMM group were divided into
the remission group and the non-remission group according to the efficacy of solid tumors. The relationship be-
tween expressions of serum miR-211 and miR-128 and efficacy of patients was analyzed. Results The expres-
sion levels of serum miR-211 and miR-128 in the CMM group were lower than those in the control group (7=
18.186, 48.871, P<0.05). There was a statistically significant difference in the expression of serum miR-211
among patients with different pathological types, differentiation degrees, lymph node metastasis, clinical stag-
es and Ki-67 index (F or t=13.209, 3.044, 5.601, 7.996, 3.748, P<0.05). There was a statistical significance
in the expression of serum miR-128 among patients with different differentiation degrees, lymph node metasta-
sis and clinical stages (7=5.940, 9.592, 12.895, P<0.05). There were statistical differences in pathological
type, differentiation degree, presence or absence of lymph node metastasis, clinical staging, Ki-67 index and
presence or absence of surgery between the remission group and the non-remission group (x°=8.062, 19.171,
7.333, 14.436, 5.025, 4.309, P<0.05). The expression levels of serum miR-211 and miR-128 in the remission
group after treatment were higher compared to the non-remission group (r=13.926, 8.849, P<0.05). Multivari-
ate Logistic regression analysis showed that poor differentiation (OR=2.275, 95% CI: 1.027~5.042) , lymph
node metastasis (OR=2.643, 95%CI: 1.243~5.622) , clinical stage Il ~IV (OR=3.022, 95%CI: 1.348~6.777),
low expression of miR-211 (OR=2.208, 95%CI: 1.217~4.006) , and low expression of miR-128 (OR=2.375,
95%CI: 1.086~5.192) were risk factors affecting the efficacy of patients (P<0.05). Conclusion The expres-
sion levels of serum miR-211 and miR-128 in patients with CMM are significantly decreased and are related to
clinicopathological characteristics and efficacy of patients and have certain reference value.

[KEY WORDS] Cutaneous malignant melanoma; MicroRNA-211; MicroRNA-128; Clinicopatho-

logical characteristics
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FAUH 4.6% . FazWr  FIRIT R ERK CMM B3
A B RE AR TR A OCHE, S5 CMM
W JTRG A bR A EEE X, U
RNA (microRNA , miRNA ) & — F PN I JE 4 A Fp
B RNA , H 322558 1 {5 0T RNA B sl 4 i 5% 5% 5
B, 2 53RN ER B, MECHERIEER S,
miRNA [ 2 35 Fl g % AE % e Gk 1T, L RE i
I e HE IR R DR 3R D ORE TR 2 3 ) A
S ) JIJR 7 5 R T, R Fggd s U R [l 3
I7 A PR AR 4 . /)y RNA-211 (microRNA-211,
miR-211)AE T 1Z , WF 58 & W miR-211 5 Z Ff fif
Jed Lo TG A e A QR ), /)y RNA-128
(microRNA-128, miR-128) JEAE 1 4 R 58 e 1K 88
1% BR 1Y — P miRNA | 3 4F R A BF 92 UE S, miR-128
S 55 2 PO o 0 I 3 5 L Ak AR 28 IR T AR
R, SIS W USSR, I, ARBFOR
PRI CMM B L35 miR-211 .miR-128 /K K 597
MKZ , BN CMM GBI HRfiE S %

PEEL 2021 4F 7 H 2 2022 4F 6 J1 W8] y0] Bg v 1=
25 R 2E 5 = A B2 B GiR 1 120 i CMM BB 35
AT 4, B CMM 41, AR fE: DS B H
BAAZIRIZIHIE™ ) h CMM 2 Wb i, H¥4
I LA A B A 12 W Ko 3 Q4R =18 4 Bl
PR R B 528 @ A TR 2tk T s © T
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e Kz JHR e B R ot BR L M AR I E R
ER TG E X (P>0.05) , A 0] etk . AHF5E
2 BB AR RS Dot SR YR s A (A A
1.2 Ik

FIEA 5T % 4 A4 72 h N 2R SE R KL FR AR 3
mL, R TG16-WS & 2k B L, 4C 4 A%
N £ 3 000 r/min &.0> 20 min, 502K 10 cm,
B EIR T =80 C AR A2 T o 2K Trizol 51|
RIS RNA CRIRA LR A FRAF]) it R
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A T X SN 33 7 S B cDNA R SE RO E
& PCRYEE miR-211 .miR-128 335K F- .
1.3 s

Did 5 B H NS miR-211 .miR-128 3235 /K- ;
OWLAE BB I RS BT L, L35 b B A7 g 3
KA R A T0E LR kg i
B G R0 Ki-67 F8 5L, LB AS [R) 9 B ARRAE R 3
IML7E miR-211 .miR-128 FikE M . @ M(h
ORISR )" o ot M R AR R
Foure e it Jie , b 58 G2 T SR AR R 5%
fift (AR, PIitasE B it SR A AR 22 i (R 2%
fRRLE) | LUIIR YT e AN [R) 7 280 28 8 W DR B it
miR-211 .miR-128 Fik K- K sZ My 3 fa b IR 2%
1.4 Git#obr

N SPSS 24.0 B AT G A B, 3 U
M Cxxs) G A AT K56, 224 18] LR
FHE R R T 225001 s iHBCR B n (%) Ros AT 1
R 5 ; % 1 22 K 2% logistic 815 43 7 £ 5% 52 WA 7 44
FIFERE 2 5 L P<0.05 M ZEFA G TTFE L.

2 HR

2.1 CMM 415 Xf BB 4 1L 7 miR-211 . miR-128 3
ik s
CMM # IfiL 35 miR-211 . miR-128 33553 5 H

(2.58+0.62) F1(0.36+0.09) , HIILF X} FRLL 1) (4.45+
0.87) F1(1.86+0.32) , 22 5 A Giit2# 2 L (P<0.05) .
2.2 AS[ARBLERAE A5 (L7 miR-211 ,miR-128 3
ik R

NGRS N A S NWELE L AN 37N
i) Ki-67 188U M miR-211 ik L % R
A Gt L (P<0.05) s AR AL FEFE (b 2 45 5%
B I 43 10 5 5 10 miR-128 F6iR W E R A 5
PR L (P<0.05), W1,
2.3 R SRR B

TRIT I, 120 il CMM B35 W, 52 2% i 47 ],
HRAT G2 35 191, PR AR AE 24 B, B i g 14441,
SRR K 68.33%(82/120) .
2.4 G 5 ARG IR GOR LA

RS R E AR BRI R FEE L
WSS I R Ki-67 TR UK T BB TFA
P2z S IA G 2R L (P<0.05) . W32,
25 RITIE A5 R G 4 I3 miR-211
miR-128 33k LA

O it 4 1ML miR-211 .miR - 128 F2 1543 5 N
(3.05+0.58) F1(0.41+0.10) , ¥ FARZZ ML (1.56
0.46) F1(0.26+0.06) , 22 A G127 5 L (P<0.05)
2.6 52N CMM & E 7 0y el A R 43 dr

DL SRR T O ES hy TR AR i (22 =0,

K1 AEREBEHFMEREZEME miR-211 .miR-128 FiELLE (x+s)

Table 1 Comparison of expressions of serum miR-211 and miR-128 among patients with different pathological characteristics (x+s)

It PR 5 PR AR AF n miR-211 %3k HFAE P1A miR-128 %53k #/F 18 P{a

P51 L 68 2.51+0.57 1.594 0.114 0.37+0.10 1.230 0.221
k' 52 2.67+0.51 0.35+0.07

(L) <60 71 2.54+0.58 0.988 0.325 0.35+0.11 1.158 0.249
=60 49 2.64+0.49 0.37+0.06

i3 57 Sk AR 11 2.37+0.46 0.737 0.481 0.37+0.06 0.204 0.815
KT 25 2.57+0.56 0.35+0.07
Y f 84 2.61+0.65 0.36+0.10

JidEd fe KA <2 cm 44 2.63+0.51 0.798 0.427 0.38+0.07 1.755 0.082
=2 cm 76 2.55+0.54 0.35+0.10

I LS 7R Y HL 15 3.27+0.42 13.209 <0.001 0.38+0.07 1.040 0.357
it A6 BERERE 82 2.47+0.59 0.35+0.12
2L 23 2.52+0.51 0.38+0.06

97 = 45 2.53+0.54 0.750 0.454 0.34+0.07 1.527 0.130
g 75 2.61+0.58 0.37+0.12

AR &1k 32 2.34+0.45 3.044 0.003 0.27+0.05 5.940 <0.001
s ok 88 2.68+0.57 0.39+0.11

NS s s 77 2.37+0.59 5.601 <0.001 0.31+0.06 9.592 <0.001
g 43 2.96+0.48 0.45+0.10

I A3 19 [~ 49 3.04+0.47 7.996 <0.001 0.48+0.10 12.895 <0.001
Mm~1vV 71 2.26+0.56 0.28+0.07

Ki-67 #8%0(%) <30 39 2.87+0.49 3.748 <0.001 0.38+0.06 1.728 0.087
=30 81 2.44+0.63 0.35+0.10
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K GZfR=1) , VLG RN B AE S i miR-211,  Won R0 R E S5 5 I R 4 I I~ IV 3
miR-128 Fik W H AR B BN E N 2R ASE miR-211 KKk . miR-128 {335 52 M iR F I 3%
P LR AL K Logistic [FIFEIAY 250 GRS & (P<0.05), L33,

*R2 ZMAESKREMAGRKEREE (n(%) ]

Table 2 Comparison of clinical data between remission group and non-remission group [1(%) ]

Il PR 75 BEARRAIF n LRl (n=82) KAl (n=38) VAl P{H
5 % 63 47(57.32) 21(55.26) 0.045 0.833
5’8 52 35(42.68) 17(44.74)
(%) <60 71 51(62.20) 20(52.63) 0.983 0.321
=60 49 31(37.80) 18(47.37)
Jit 3 & 57 S 2 11 6(7.32) 5(13.16) 1.555 0.459
K+ 25 16(19.51) 9(23.68)
)53 84 60(73.17) 24(63.16)
Jiied fe K A= <2 cm 44 27(32.93) 17(44.74) 1.560 0.212
=2 cm 76 55(67.07) 21(55.26)
g FILIS 7Y AP HUR 15 15(18.29) 0(0.00) 8.062 0.018
it A6 BERERE 82 53(64.63) 29(76.32)
25 23 14(17.07) 9(23.68)
597 S 45 28(34.15) 17(44.74) 1.243 0.265
i 75 54(65.85) 21(55.26)
AR 54k 32 12(14.63) 20(52.63) 19.171 <0.001
LR 88 70(85.37) 18(47.37)
NS = 77 46(56.10) 31(81.58) 7.333 0.007
= 43 36(43.90) 7(18.42)
7Rt [~ 49 43(52.44) 6(15.79) 14.436 <0.001
m~1vV 71 39(47.56) 32(84.21)
Ki-67 #8%0(%) <30 39 32(39.02) 7(18.42) 5.025 0.025
=30 81 50(60.98) 31(81.58)
FAR = 79 58(71.95) 20(52.63) 4.309 0.038
i 41 23(28.05) 18(47.37)
AT = 52 38(46.34) 14.(36.84) 0.954 0.329
g 68 44.(53.66) 24.(63.16)
R3 HMCMMEETHHNBREZEST
Table 3 Analysis of risk factors affecting the efficacy in patients with CMM
FAISES JTIES B SEff Wald ¥ OR{H 95% CI P
P B A WARY WR=0 , i 7 BRESEAE =1, 45 15 =2 -0.565  0.331 2.914 0.568  0.297~1.087 0.088
AR %453 4k=0, thE s fe=1 0.822 0.406 4.099 2275  1.027~5.042 0.043
SR =0, %=1 0.972 0.385 6.374 2.643  1.243~5.622 0.012
I PR 43193 T~V 1A [~ =0, M~IViH=1 1.106 0.412 7.206 3.022  1.348~6.777 0.007
Ki-67 844 <30=0,=30=1 0.762 0.554 1.892 2,143 0.723~6.346  0.169
FAR =0, %=1 -0.944  0.608 2411 0.389  0.118~1.281 0.120
miR-211 (K 21k=0, B #ik=1 0.792 0.304 6.787 2208  1.217~4.006  0.009
miR-128 k=0, HEik=1 0.865 0.399 4.700 2.375  1.086~5.192 0.030
3 it WALT AR, His W B 2 i U R

Al 35 90% F1 86.2% , iZ A 55 N A miRNA-211 Xf &

miR-211 i T XP11.3 Jeta ik [ AN (AW, Wi W] miRNA-211 Al fE2 5

N NFAT5 . IGF2R . TGFBR2 55 5 S V8 17 241 i ] BEZEERLE, SAMRERMEL . AR
) ARBH RSO Y], R IR AR 1R 28 R, ML miR-211 TEAR R ERE R MR ke
SRR AL R BN, CMM B M5 miR-211 45658 RN Ki-67 38R rh kA I B 22
P 3k B AR T AR bR f Bk G 5B 3 . Babapoor 5475 miR-211 Tl g5 CMM H45E ik B2
GO AR RA RS miRNA-211 £iXH B fRE %, BN ™, miR-211 1F
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Hh KRR Imx FTERT
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[ E] H#® I IEERROR 20T (AECOPD) S 2T AT R (ESR) P45 2 5
(PCT) .HAZ&-8(IL-8) 84k N KB ARG . 3% LA20184E 5 H & 2021 4F 7 H TR KM HERERHE H)
78 15l AECOPD 35 NHFFTX 4 4 AECOPD ™ F A i 43 M 4L (JGIT I 28 ) 31 491 v 3 4 (apnp i
T -AAE S A A ) 28 ] L A (R P it A Je A )19 4], EiAs =41 R 1 ESR \PCT IL-8 /K-, /347
L0 T SRR A DG s I AT R Y AT X HRETRS T ARIE IR 77 ORI o AT B S TERUEAL, b a5 48
BRI R X o 175 7 B R 8 I IR A ITA e, 4558 AECOPD fE& ESR \PCT . IL-8 /K- Bl #5175 1)
IR R TR, B AR A>T AR>S R A B (F=100.904,163.469 ,45.916, P<0.05) . ESR \PCT,
IL-8 /K V-5 AECOPD ™ & L 5 IE AR (r=0.404.0.381.,0.295, P<0.05) ; JoA4 1 ESR . PCT . IL-8 /K- T
BRAH 2550 G245 X (1=4.961 .7.892 .6.535, P<0.05) ; BEA AT AECOPD 25 A2 4 1) AUC KT
IL-8 /K P-ERARG I , PEAfy AECOPD J™EF2JE Y) AUC KT ESR /K- F-ERAlA N (P<0.05) . £51®  AECOPD &
# ESR .PCT . IL-8 7KV 5l ™ s AR BEAHOC , XTIl ™ AR B SRy T 7 S LA A L

[EiR] 12 VEPRIEME IR ; St E I 2UAN IR R MRS AN K-8

Changes of ESR, PCT and IL-8 and value of combined detection in patients with acute

exacerbation of chronic obstructive pulmonary disease
GAO Lingling, ZHANG Xiaodong,, WANG Libing, XUAN Jianzong™*
(the Second Department of Internal Medicine, Tianchang Hospital of Traditional Chinese Medicine, Tian-

chang, Anhui, China, 239300)

[ABSTRACT] Objective To explore the changes of erythrocyte sedimentation rate (ESR), procalcito-
nin (PCT) and interleukin-8 (IL-8) and the value of combined detection in patients with acute exacerbation of
chronic obstructive pulmonary disease (AECOPD). Methods A total of 78 patients with AECOPD in Tian-
chang Hospital of Traditional Chinese Medicine People’s Hospital were enrolled as research subjects between
May 2018 and July 2021. According to the severity of AECOPD, they were divided into the mild group (with-
out respiratory failure, 31 cases), the moderate group (acute respiratory failure-no life-threatening, 28 cases)
and the severe group (acute respiratory failure-life-threatening, 19 cases). The levels of ESR, PCT and IL-8
among the three groups were compared, and their correlation with disease severity was analyzed. All patients
were given symptomatic treatment. According to therapeutic efficacy, the patients were divided into the effec-
tive group and the ineffective group. The evaluated value of combined detection with different indicators for
disease severity and clinical efficacy was analyzed. Results With the aggravation of the disease, levels of
ESR, PCT and IL-8 were increased in AECOPD patients, and the levels were shown as severe group > moder-
ate group > mild group (F=100.904, 163.469, 45.916, P<0.05). The levels of ESR, PCT and IL-8 were posi-
tively correlated with the severity of AECOPD (r=0.404, 0.381, 0.295, P<0.05). The levels of ESR, PCT and
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IL-8 in the ineffective group were higher than those in the effective group (r=4.961, 7.892, 6.535, P<0.05).

The AUC of combined detection for evaluating the severity of AECOPD was greater than that of IL-8 alone, and
the AUC for evaluating the severity of AECOPD was greater than that of ESR alone (P<0.05). Conclusion
The levels of ESR, PCT and IL-8 are related to disease severity in AECOPD patients, and they have evaluated

value on disease severity and therapeutic efficacy.
[KEY WORDS ]

tion rate ; Procalcitonin; Interleukin-8

124 BH ZE £ ifi %< 995 ( Chronic obstructive pulmo-
nary disease , COPD ) J&— 1 LUAS 5 42 W] 3t 4 < i B
FERFHIE , A S TE XA 3 OB SR I S R
SN R BTN . COPD 2t i = 11
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0 B 1 R S Ak D PN R R SR R AT
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4% -8 (Interleukin-8 , IL-8) J& & UL 19 & 4 AH 3¢
F, PCT B 45 R I R I, B ARG i bRk
Wy, LKV AT A8 4 TR R L B 2 B AR Ak 5 TL-8 ¢
Loy s, AT G AGE N R MK TR RS
G b G RE RS R R A P, BRI
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(CRARE i ST
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1.1 IR R

PEER 2018 4F 5 H & 2021 4 7 A 718 il T K K
Wi P E RS2 1Y AECOPD ## N #F5E 0 4, i 3
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) v B 2 (2 I W s 0 - R A1 e A i ) 28 1) | B
JE 2R (2P 0T W o 0 - 15 S A= A ) 19 151 B RE A v
518 4, 22 13 Bl 5 A 9% - 45 (58.1629.03) % 5 i
-2 (3.98+0.62 ) 4F ; A JFT i 5 K0P 14 (22.83+2.07)
kg/m? ; W M 45 %5 (436.08+75.12) ; 2 M A B 5 18k
{d B PF 43 I ©° (acute physiology andchronic health
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(19.85+3.59) 1. HEELLH T 16 B, 2 12 6] ; FF %
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(22.96+2.11) kg/m*; W 4 45 %X (439.67 £74.29) ;
APACHE I {743 V44 (19.98+3.41) 4y, =4 — k%%
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44 A ke OFF A & F AECOPD 1Y 2 i b
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i (x+s) s, H e K5, Z 410 FH# R K 07 2247
Mr 5 % H ROC il £k 4 #F ESR . PCT | IL-8 /K 3 %
AECOPD ™ 5 2 & (1) PFAk 41 {8 ; K JH spearman i
%5431 ESR \PCT .IL-8 /K°F- 5 AECOPD ™ & 2 /&
AR M. P<0.05 Bl 2253 BT Gt X

2 #R
2.1 AN[A] AECOPD ™ & 2 Jif i % 1y ESR .PCT .
IL-8 7KV b8

ESR . PCT . IL-8 7K - Fii & 5 185 09 I 28 2 T v
@ EEHBEShEHRESREHRY A
BGit = L (P<0.05), WFE1,

&1 7A[E AECOPD =E72 & B &K ESR.PCT.IL-8 KF
bb3g (x+s)
Table 1 Comparison of levels of ESR, PCT and IL-8 in
patients with different AECOPD severities (x+s)

2H 5 n  ESR(min/h)  PCT(ng/mL) IL-8(wg/mL)
WA 19 34.09+5.39 8.67+1.53 10.35+2.06
thigEsH 28 27.53+4.16° 6.29+1.12° 8.12+1.58°
RIEH 31 15.98+4.67° 3.15+0.69° 6.09+1.16%

F{H 100.904 163.469 45.916

PAE <0.001 <0.001 <0.001

T S AL, P<0.05; 5 T AL AL, PP<0.05,

2.2 ESR.PCT.IL-8 /K*F-% AECOPD ™ & 2 & 11}
WAL

ROC 43 it 7R , k45 45 U 9F Ay AECOPD ™
BB AUC KT IL-8 7K - Bl & (P<0.05) .
h#E2 K1,
%2 ESR.PCT.IL-8 7K EXt AECOPD fEE 2 EF TG INME

Table 2 Evaluated value of ESR, PCT and IL-8 levels on
severity of AECOPD

Tebr #RUEME AUC SEfH  95% CI  HURJE FrRE PIH

ESR 32.56 min/h 0.772' 0.066 0.643~0.900 0.579 0.864 <0.001
PCT 8.13 ng/mL 0.758' 0.076 0.609~0.908 0.632 0.915 0.001
IL-8 7.96 pg/mL 0.698° 0.065 0.570~0.826 0.842 0.475 0.010
BA 0.869 0.047 0.777~0.960 0.842 0.848 <0.001

LoT = g
| — ESR
0.8 J e | -pPcT
[ | ~1L-8
g 0.6 {Jr“: |~k
5 | gt v 44,
= fl
02

0 02 04 06 08 10
145

1 ESR.PCT.IL-87k¥Fi¥& AECOPD fEEZEHI ROC sk
Figure 1 ROC curves of ESR, PCT and IL-8 levels on
evaluating AECOPD severity

2.3 ESR.PCT.IL-8 KV 5 AECOPD ™ 5 i [
FHEE S BT

ESR (r=0.404) .PCT(r=0.381) .IL-8(r=0.295)
JKF-5 AECOPD ™8 2 & 1E A& (P<0.05) .
2.4 AR KT IR YT TS B9 ESR \PCT IL-8
K H

P AT B Y45 T A HEIRTT &I SO E A
5101, Josk 27 #i . JoR A iRYT S 9 ESR (PCT
IL-8 /K1 T A AL, 257 H G it %8 X (P<
0.05). WL#% 3,
2.5 475 ESR . PCT . IL-8 /K F-%} AECOPD Iffii i
IR A A

ROC 7M1 7R , Bk & K U $FAl AECOPD ™ E
FEEE ) AUC K T ESR.PCT . IL-8 7K - B ph 46 ]
(P<0.05). WLzk4 K2,

%4 3875 ESR.PCT.IL-8 7K F Xt AECOPD Iifi R 47 %X 9
AN E
Table 4 Evaluated value of ESR, PCT and IL-8 levels after
treatment on clinical efficacy of AECOPD
fabr  WURMH  AUC SEfH  95% CI  HURJ¥E Fe5t% PIH
ESR 17.89 min/h 0.726" 0.060 0.608~0.844 0.593 0.784 0.001
PCT 3.52 ng/mL 0.837" 0.053 0.734~0.941 0.667 0.922 <0.001

IL-8 6.01 wg/mL 0.865' 0.050 0.768~0.962 0.815 0.843 <0.001
A 0.960 0.022 0.918~1.000 0.963 0.863 <0.001

1 HBCA R, 'P<0.05,

1 HBCA R, 'P<0.05,

K3 BNARENABITHIEHI ESR.PCT.IL-8 /K FLLE (x+s)

Table 3 Comparison of ESR, PCT and IL-8 levels before and after treatment between effective group and ineffective group (x+s)

a1l . ESR (min/h) PCT (ng/mL) IL-8(pg/mL)
BT HT BT A TR BITIE VRITHT WRITIE
ToR 27 25.13+4.67 19.03+3.26° 5.31+1.19 4.10+0.76° 7.55+1.27 6.58+1.32"
e 51 24.22+5.03 16.35+3.04" 5.79+1.31 3.18+0.49° 8.02+1.09 5.07+0.85"
il 0.779 4.961 1.588 7.892 1.710 6.535
P1H 0.439 <0.001 0.116 <0.001 0.091 <0.001

5 FAIBIT TR, *P<0.05,
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Figure 2 ROC curves of ESR, PCT and IL-8 levels after
treatment on evaluating the clinical efficacy of AECOPD
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JAE LI, A i 20 Pt AL S5, A1 1 F A 40 Pt
B, 5 S GE HYE IR D e AL A oY 4

F /R, PCT IL-8 /K V-5 AECOPD ™ Hi 2% 5 1A
X, KW PCT IL-8 /K V-8 A i It AECOPD %
1% ™ R, X E 2R A AECOPD & % ESR,
PCT . IL-8 /K VT, LA AL T ™ RAEIR A, 2
HJRE PRl - Fp 0 T i 0L PR 1 200 B, T e 2 it o
B R ETRE, s LA SRS e, JinEE Al
DR SRR B o HE— 2D oA A B, B A D DA
AECOPD " & 2 J# 1) AUC K T IL-8 /K - Bl 46
N, % BRI %o 17 ™ E P B A DA A (L, X
a5 AR bR AR AL S 1 T R DU AR DA O

AECOPD J& COPD [/ /™ 5 [ Bt , % i 35 il )
BB B T AR R 47 , B 8 B A AR T 20T
B PO CRUE YT IR A iz e i G
7 F B A RUE BB IT T AU E 2 57 . At
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B M5 A G . i —20 i R B, I A I A
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A KN GR .NO . IL-6 X} J L& vk O LR I VEGY
Eader KBk ERE

(# ZE] BH AL T 10 NS F A8 bk 48 w0 L LR #2E0 WLA (VMC) 1912 1B
RO, NG RAE SR 2 Wi 8, B e A Xt BULS RN R gh R Ak et 1= e 2018 4F 1 H
% 2022 4F 6 1 LB BE st i2 25 & 51010 45 11 VMC 5 01495 A VMC 41, 45 1] B 20555 B 2% gy L A
NVMC 2 UL B ARG 1) 50 24 1E 5 LA IR, AR T X 5 — Mokt fdd 4N 2 6(IL-6) 4%
JoE A JE i (GR) —E AL & (NO) LA R0 LA % WLES 3] 45 R . 3208 TAEFRRE (ROC) Hh 4845 21
S5 BR AT VMC B4 5387 , O R J Logistic [ IR f E 0K Wik VMC. Z58 VMC 4 LR i
i) T (CK-MB) . K[| & &k Z % B (AST) (FLIR IR (8 (LDH) . AILA5 8 H 1(cTnl) \NO . IL-6 7
T W = T NVMC 2 DG B4, T GR 2 2t U] B AW 1 )5 P 4 5 FH A5 B8 A > X VMIC 34T ROC 14k
O3 5 S S R R SR A R R 92 Tl 19 0.907 , FURR I £ 175 1) 2 TL-6 119 0.912, AUC i FR I K /& NO, i
0.883; fi ¢Tnl,CK-MB .GR \NO .IL-6 % 5 W48 AR Ik & FE 7 (9 [l IS AR | 2 W7 FHE 2 h 0.55 B, AR R0 %)
VMC () AUC 4 0.976, HUSVE K 0.977, B 0k 2 0.982, LI 218 35 80 Kl 0.959, 4516 I NO.GR.
IL-6 B4 ¢Tnl . CK-MB #4 # ) [0l 9 AL 6 VMC 5932 Wi 52 4 DA S0k A v 7 H A iy 2 —F8 s
AEAE I A 2 2E b L2 I )L 38 VMC 4285 F7 s Fndei i

[XgR] L RO LA A H IG5 ; TL-6; fiARl

Evaluation of combined detection of GR, NO and IL-6 in children with viral myocarditis
LI Zhifeng*, ZHANG Haibo, WU Yongxian
(The Clinical Laboratory of Sihong Hospital, Sugian, Jiangsu, China, 223900)

[ABSTRACT] Objective To improve the diagnostic efficiency of viral myocarditis (VMC) in chil-
dren by combining several immune mediated serological indicators, to provide early diagnostic value for clini-
cal use, and to avoid adverse outcomes caused by missed detection. Methods 45 eligible VMC cases who
were hospitalized in the Pediatric Department of Sihong Hospital from January 2018 to June 2022 were collect-
ed and included in the VMC group, 45 children with simple virus infection were included in the NVMC
group, and 50 normal children who underwent physical examination were included in the control group. Gener-
al information of the research subjects was collected, including interleukin-6 (IL-6) , glutathione reductase
(GR), nitric oxide (NO), as well as myocardial enzyme spectrum and troponin results. The value of individu-
al indicator of the receiver operating characteristic (ROC) curve was used to analyze the value of VMC, and a
logistic regression model was used to build a model to predict VMC. Results The contents of CK-MB, AST,
LDH, cTnl, NO and IL-6 in the VMC group were significantly higher than those in the NVMC group and the
control group, while the contents of GR were significantly lower than those in the latter two groups; Using
each single indicator to analyze the ROC curve of VMC, the results showed that the largest AUC area was NO
(0.883), the highest specificity was 0.907 of ¢Tnl, and the highest sensitivity was 0.912 of IL-6; When the di-
agnostic cut-off value of the regression model jointly established by five indicators (c¢Tnl, CK-MB, GR, NO,
IL-6, etc.) is 0.55, the sensitivity is 0.977, the specificity is 0.982, the maximum Yoden index is 0.959, and the

A AR B ¢ 7F i W3 S ARG XA B (22020027)
Mo A5 L 0T 35 ik B B BaAT , ST, 73 3 223900
*EAEAEE  F 64, E-mail: lizhifeng07@sina.com
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AUC is 0.976. Conclusion The specificity and sensitivity of the regression model constructed with NO, GR,

IL-6 combined with ¢Tnl and CK-MB in the diagnosis of VMC are significantly higher than other single indica-

tors. It can provide a powerful basis and assistance for clinicians to diagnose VMC in children as early as possible.

[KEY WORDS]

i 7 4O LR (Viral myocarditis, VMC ) 42 IIfi
PR b B — iy W, I RS s A 38 i, PR B
PRI K . R Bk B I T e R, 2 R A
i W BETE RO 2 T RUN N BB T 5 58 & Y
ORI AR B I L ER 2, — RISt A
I T R B AT L VP R s

12 W VMC 1Y 4 A5 1 2 0 N RO LTS K
SR T LA S 2 XoF N AR i B KA L HAE TR
e AU, BT AR XEAE I PR A 2038 &, B L
g B RO LR H T8k 2 R 5 M 10 I DR A TIE s B
AT, ISR ET T KRS Z R B A R 2R 6
FIWT o T 25 T8 bR A JC BE SR I R 0 FH iy
or I = B, 7 22 0 9 1812 W R F S 0 B T &
FEEEAEH AT VMC 912 W 24808800 DL 1Y
iRl AT /N TR NIV 53 e | WY K2t TR S S
WA DAEAE T B A b, AR Bk
LG A I, X S8 bR i 45 R v] g 2 9 7,
M FEAR T2 W i At 1

AF 58U S5 200 i PR 195 1) B 88 52 I R 9 92 4
it EEE O R R AE R RSB R E AR,
HET 5 LR BE T BRI, b 8 o ABESR
F 2 F 4 A % -6 (Interleukin-6, IL-6) (A Bt H
JiK 38 J5i i (Glutathione reductase, GR)  — % fk %
(Nitric oxide, NO) = Fi 48 bR ik 5 0> WLEG 15 48 45 %
VMC (2 Wit 45 73 5

1 #MRITE

1.1 54

W SEN HE 5 g 2018 4F 1 A 2= 2022 4F 6 A 78 )L
BHI: Be k12 i A2 Wi VMC 1Y 2L 3R 9 A
VMC 4, i % [ B 2E 47 00 UG 3 . LS 2 11 1
(Troponin I, cTnl) ,GR .NO IL-6 K il i% 3% 1] 11
45 1], g A5 e - OFF 5 W 8 20 LR 2 W br
WD QIR <12 % o HEBRbRE S5 I L0 ik
I 50 SR T T RE S & o T AN 45 il
112 Wi Sk 9 5 M B 19 JE VMC 19 R LS
NVMC 4, A bR - D2 5250 2 K A 8 LA 92k
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Children; Viral myocarditis; Nitric oxide; Glutathione reductase ; IL-6; Model

W % TERE IR 8 T aE AR, AR 5 R O LR sl
AFFE RO IR Wibr i ; OFR <12 % . HE
B i - SMT3 IR o UG S 25 T D BE S+
T TR IO O M S IO e S r
KLY JLEE 50 24 %t R . DHoE & Befe 32 51 2%
AL BLE P AT BB AE RS, =4 —
FBEORN A AT LY, =2 AR PR B 2E S A
FRL(P>0.05), WEKI,
£l SE—RARILE (res)
Table 1 Comparison of general information between the

three groups (X £s)

51
i H AEHR o ”
VMC 41 7.463.03 25 20
NVMC 21 7.50+3.06 24 21
X HEZH 7.55+3.11 28 22
. 0.454 0.224
P1H >0.05 >0.05

1.2 5Tk

WAk =21 B E AY.C LB (Tl . GR \NO . IL-6
IR IS A, O WU S 3 204 « LR W (cre-
atine kinase , CK) . JULFR it ] - ( creatine kinase-
MB,CK-MB) . FLi& It i (Lactate dehydrogenase ,
LDH) . K ['] 4 & IR 2 1 % #% W (Aspartate amino-
transferase , AST) .
1.3 Sit2Frik

R SPSS 22.0 FAFHEA TR T . TR
nFn R YR . IESS I ETRERH (R £5)
Fon  ALIER H e K50, 240 iR RN 207 22
5387 K H Logistic [M1J- 77 Fefa a mlH AR, R H
Z I TAERRIE (Receiver Operating Characteristic,
ROC) X} VMC 74 74 FRIGUHE bR LA S R AASL f)
LWIE T, VA P<0.05 A2ZERA TR XL,

2 #R

2.1 =4O IUEHE  cTnl .GR NO . IL-6 #1145

=0 UL  cTnl  ,GR \NO . IL-6 5 % 5
A G it2E B L (P<0.05), Bk GR 15484, VMC 41
A Ta bWl & THALM A . W3k 2,
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®2 ZHBEOIEEE ASSEB . .GRINOJL-6 MR (x£5)
Table 2 Results of myocardial zymogram, troponin I, GR, NO and IL-6 were detected in three groups (¥ +s)

W cTnl CK-MB AST CK LDH GR NO IL-6
VMCHH  0.3120.13"  5.40+2.20°  50.30£22.40°  203.40£88.60°  222.30£87.50°  40.20£15.00°  98.20+33.20"  20.26+5.35"
NVMC4  0.07+0.03 2.10£1.02 25.60+10.30 134.40+54.30  219.30+£79.50°  60.40+23.20 45.40+13.60 10.34+3.68"
X HRZH 0.07+0.03 2.00£1.01 24.51+9.81 130.51£53.32 165.43£55.53 63.22+24.64 42.52+12.83 4.88+1.36
FiH 44.34 12.43 22.34 10.88 18.35 67.9 78.57 88.55
P 0.00 0.00 0.00 0.00 0.00 0.00 0.00 0.00

1 5 NVMC A, *P<0.05 ; 5% B 4H I #% , "P<0.05.,

2.2 HIHEARNT VMC (2 Wi (i

e MR 55 K Tl 19 0.907 , BURE B 75 1 Ky
IL-6 4 0.912, ROC pl12k I 17 FH (the area under the
ROC curve, AUC) i K2 NO 19 0.883, L3k 3.

*3 HBHRATUEHRY VMC M ES
Table 3 The value analysis of each single index to VMC

i H AUC  Fr5dk U AR R
cTnl 0.873 0.907 0.845 0.752
CK-MB  0.744 0.691 0.896 0.587
AST 0.716 0.607 0.713 0.320
CK 0.703 0.686 0.745 0.431
LDH 0.683 0.567 0.612 0.179
GR 0.809 0.845 0.825 0.670
NO 0.883 0.837 0.879 0.716
IL-6 0.876 0.798 0.912 0.710

2.3 AR E S ROC M4 73t

K L #2519 9% i % Y ¢Tnl , CK-MB ., GR |
NO . IL-6 55 5 W48 45 , e A I 5 T 46 b 57 o] A
AL [\ J5 B2 R« logit (P) =-20.102+0.157*Ctnl +
0.218* CK-MB +0.462*NO+0.354* IL-6-0.368*GR ,
FH ROC i 42 PFA 2 [m] VA AR AL X VMC B 20 185, 285
B TR () AUC M 0.976, WL 1, M2 57
B A2 R 0.55 B, 0L B SO Sy 0.977, R S 00
0.982 , ILH 2958 B0 KM 0.959,

1.0 7 o ——
0.8
EP( 0.6 ,
§ 0.4
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(I) 0.2 0.4 0.6 0.8 1.0
145 5
1 ROC &5
Figure 1 ROC curve analysis
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FIE 5 5E VMC B ) AUC, FAT 4 ¥ /CK-MB |
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7 T 5, NO L GR IL-6 2548 bR AN LA Fa A2 L 46
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Expression and clinical significance of NLRP3, SAA and NFkB in serum of patients with
craniocerebral infection after craniocerebral injury

HUANG Zhimei*, SUN Yanning , HE Shuangshuang

(Department of Neurosurgery , Rugao People’s Hospital, Rugao, Jiangsu, China, 226500)

[ABSTRACT] Objective To study expression and clinical significance of NOD-like receptor protein
3(NLRP3), Amyloid A (SAA) and Nuclear Transcription factor (NF-kB) in serum of patients with cranioce-
rebral infection after craniocerebral injury. Methods 70 patients with craniocerebral injury admitted to the
People’s Hospital of Rugao City, Jiangsu Province from June 2020 to June 2022 were selected as the study sub-
jects. They were divided into an infected group (n=19) based on their infection status, and an uninfected
group (n=51) as the control group. Serum NLRP3, SAA, and NF were analyzed  The diagnostic value of B
in postoperative craniocerebral infection after craniocerebral injury surgery. Results The levels of NLRP3,
SAA and NFkB in infected group were significantly higher than those in control group, and the difference was
statistically significant (P<0.05). NLRP3, SAA and NFkB levels were statistically significant in patients with
mild infection < moderate infection < severe infection (P<0.05). The levels of NLRP3, SAA and NFkB in
poor prognosis group were significantly higher than those in good prognosis group, and the difference was sta-
tistically significant (P<0.05). ROC results showed that the AUC of serum NLRP3 was 0.634, the sensitivity
was 63.43%, the specificity was 67.40%, and the cut-off value was 114.02 pg/mL. The AUC of serum SAA for
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predicting craniocerebral infection after craniocerebral injury was 0.715, the sensitivity was 73.50%, the speci-

ficity was 69.00% and the cut-off value was 30.99 mg/L. The AUC of serum NFkB for predicting craniocerebral

infection after craniocerebral injury was 0.914, the sensitivity was 81.40%, the specificity was 70.00% , and the

truncation value was 38.27 wg/mL. The specificity and accuracy of combined detection were higher than that of

single detection (P<0.05). Conclusion Serum NLRP3, SAA and NFkB are all abnormally high in patients

with craniocerebral infection after craniocerebral injury, and the combined detection of craniocerebral infection

after craniocerebral injury has higher diagnostic efficacy. This study also provides a new idea for the clinical

treatment of craniocerebral infection after craniocerebral injury, and has high clinical application value.
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bral injury ; Brain infection
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Table 1 Comparison of serum NLRP3, SAA and NFkB

levels between the two groups (x+s)

47 n  NLRP3(pg/mL) SAA(mg/L) NFkB(pg/mL)
Rl 19 122.67+19.78 80.61+14.15 42.35+7.35
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P1a 0.009 <0.001 <0.001
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Table 2 Comparison of NLRP3, SAA and NFkB levels in serum

with different levels of infection (x +s)

415

n NLRP3(pg/mL) SAA(mg/L) NFkB(pg/mL)
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P1H 0.023 0.004 0.016
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Table 3 Comparison of NLRP3, SAA and NFkB levels in

serum with different prognosis (x £s)
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New progress in the research of miR-100 in human cancer

ZHANG Tinghua'*, HU Youyuan®

(1. Clinical Laboratory, the Second People’s Hospital of Huaihua City , Huaihua, Hunan, China, 41800;

2. Pathology Laboratory, the Second People’s Hospital of Huaihua City , Huaihua, Hunan, China, 41800)

[ABSTRACT]

The expression of miR-100 is severely dysregulated in various human cancers and

plays an important role in cell metabolism, cycling, migration, epithelial-mesenchymal transition, and differ-

entiation. Its dysregulated expression is also closely related to the diagnosis and prognosis of cancer. In recent

years, some new progress has been made in the research on miR-100. This article will briefly describe the new

progress in the research of miR-100 in human cancer.

[KEY WORDS] MiR-100; Cancer; Biomarker; Prognosis
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