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Advances in clinical application of serum amyloid A

HUAI Yiqi', NIAN Siyan'*, FENG Lei*

(1. Department of Intensive Care Medicine, the Sixth Affiliated Hospital of Kunming Medical University ,
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[ABSTRACT]

responses in many species including human beings. It is highly expressed in the early stage of inflammatory

Serum Amyloid A (SAA) is an acute phase protein involved in various inflammatory

response. SAA is involved in the occurrence and development of various clinical diseases. Recent studies have
found that SAA has high research value in guiding the diagnosis of clinical diseases, dynamic monitoring of
efficacy, prognosis evaluation. This review summarizes the latest research results of SAA and clinically related

diseases, and provides theoretical reference for SAA in the diagnosis, treatment and prognosis of clinical diseases.

[KEY WORDS] SAA; CHD; Diabetes mellitus; RA
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795 75 M YL F SAA i 7] R [% |, Terhi hut-
tunen H1BA*'F5 i & 5 LIS SAA/CRP  SAA 7K
SRR B (R EARBLEATIAS B A

2 FEMERMERRS SAA

SAA Z S5 HUIARRE BT Q] | 5 1k 4i B i 1k 2
A SR G B VR YT S R A B R Bl SAA 7E
ZIPIR IR T T A,

2.1 SAA 5.0

50094 (Coronary Heart Disease , CHD ) iY & ¥
BLHIA SAA 2517 SAA HEA I I AT B o 2
i 5 75 [ (High-density Lipoprotein, HDL ) A9 # i
#E I1 A1 (Apolipoprotein Al, Apo-Al) , 2 fAH [&] fis:
TR H . 24 Apo-Al: SAA H.f7I {8 & , i HDL X
P 5l A 1L 751 P T B 2P % il (LCAT) B0 56 F0 0 R B
2% VT 200 X DL 45 3, 117 4 o 5 0k 290 A v 44
R 20 g % HDL 4 53 FPE & HDL /b, s CHD £
RIRRT R o SAA T VRS [0 e e i 1) R0k,
BB AT E AR Al 2o 76 Bk 27 A 1iE (Acute coro-
nary syndrome , ACS) i & .

XF TR E RO B L A T ETIE TR ST 98
206 80% ML J¥ s 45 1 (Low-density lipo-
protein, LDL) F/77E SAA , R A5 2% SAA/LDL
SA Y BRAE B E (B 2 LA PN ARE 1 Bl
1) BT bR, TE PP A AR M0 B0 B8 I T
i1, SAA/LDL 5 W WAL T CRP 5 SAA.

TE 2 VE 0 U E (Acute Myocardial Infarction,
AMD) BIBFFE " A3, AR T4 B ER S RS
ZLHRAOL 0 SAA MREETT & o X AMI A PCLRYT I
RAERYMIETE 1, 2K SAAWKIE 5 PCIAR G
A0 45 B i MU I 24 (Cardiac Rupture, CR) 7E N 1)
FFRAEZEVIFE, SAA T HESZ CR 1A RT3 o

— T L3k HDL K Apo-A1l #Rik A J& CHD ({4
1A=, B2 HDL 5 Apo-Al 2 5 ¥ ] % iz JIH [&
it 1) JF RIE A8, A 850800 i J0E LA A 20 201 5 i )
FHEER FIREAL CHD Ay &A%, (H— LBty &
B HDL FH 5 (1 AHETS SR 23 E 8 ik CHD,
JEL [T 2 i 4% o 2 L 4 5035 i HDL Y /KPS B |
SR O N T R A, Bz H HDL
PEA O 1078 0 9 R P A T B — 2 1 Ry BR
CHD % T+ =i SAA 5 AR Apo- Al HL[m] 8 55
THUsh kb Ve, AR SAA 7E AFEH X CHD (1)
Y RE AR 55, (H MK SAA 5 CHD j™ 5 A2 i 2 [A]
FETEAR SR A0 ST K R, 3X A SCHRAS 32 W90 0 5 HAth
Il R A AR VR v 7E TR AR R R A 52 .

2.2 SAA S5HIRNE

A SCHRUEBH , 85 19 SAA 7K -5 88 IR 995 75 Y
() Z R B A oG o IR MLRI AT 52 L a3
WL, L 76 3 3 P 3 I B PR R A A, A BT
SAA MILYE A P BT 4 v 5 1 e 240 1k 70 9
YERT, SAA T L5 S 11 40 i 5 4R 32F A RRE o7 2371
Fro IR iR f 2 5 8UE S, SAA XTI 40 A i
SEAE RO AT 5| & HSURAE A 5145

T 2 BB JR 9% (Type 2 Diabetes Mellitus,
T2DM ) 5518 14 . lfa R A E AH G , BV A AT ] 2
PR W) RSP AA B R g R R
T2DM £ 1) SAA 123 B4 T+, ) H SAA KF
IR A1 ™ R 2 (R AR AR W OCHK, R
AR R AR AR = E R AR E IR
¥5 Y AE & R B R 9% (Gestational Diabetes Mellitus,
GDM) 11, SAA 5 i 8y Jik v i )52 B (Carotid Artery
Intima-media Thickness, CIMT) 2 [i] £ B 1F 40 ¢,
X R SAA [T} AT BB 5 GDM H 19 IE. Il IR 2 ik
SFEREAL A G, RESE M EUGIEY] T SAAH
SEHI 55 T B R 9% ' 9% (Diabetic Nephropathy , DN )
B35 HDL WPt RBE )1, X BUAK 3 i B T DN J& &
H R B R O LA R R RIIE T %

e [€] % ¥ Jane McEneny 55 i 7 —WE T 1
H % JR 9% (Type 1 Diabetes Mellitus, TIDM) & %
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SAA 5 HDL . # (HDL2 \.HDL3) % & 5%, H
(A& R T HRFTIE A #6150 5 SAA- HDL &4
W1 Z IR 6 &, A T AR 95 05 1L 1 21 2 11 (Glycated
Hemoglobin, HbAlc) (<&(=8.34% ) %} TIDM 734,
PO 4G R 7 1B P42 i A 1 (HbA1e=8.34% )
f) TIDM AZi{# 4 #5 1 HDL-SAA K-, i+
5 HbALc B8 1% P, SAA MR HDL2 Fl
HDL3 2343 5t 2 30 20% F1 23% . [l ikt 48
SAA W] g 5 ZRHEHT , dR AL 5 R AT T FRAIK
SAA K-, g i ZE R AR AN k% S ] BRI SAA 7K
KSR T MBS SAA BAANTEER AR .
2.3 SAA HEXWEIETR

2 KB 5 & (Rheumatoid Arthritis, RA) J&—
FRUEA T B B e M, R A 1 A5 1R A g
A RIS 5, FEOCTT R4 LU
A FAHAR ST B IR . 76 56 RA [ BiAE B
WFFE "6 7E RA T AL 20 & B SAA ] i it
S RE PR BRI, ARAE R AR I SAA Y FRIX
T B — A A R, IR T RA (455 2L A B
o HACEFE R H RA B HCE I/ 1 SAA
B RIR  IRHE H SAA TEIRAD (IR FIMA NS 5
TR SN TE RS AN R E A A A

£ RA WG S M F 58 0 46 1, RA I 3l
IML¥E SAA K-RAERN, H SAA 520 41 i kR
(Erythrocyte Sedimentation Ratio, ESR) . CRP J i
S PRAEAR A7 &) 25 19 IEAH2E ( ESR A CRP #B &
YIRS ZFEAR) o 5 CRP AL SAA /K- 2L
BT8R R 75, IR SAA 78 I WU i 3h 7
1 7] BE L CRP SRR, A ATREMERIR ™ 48, R
ARG L SAA ZKF-A B T B RpLe ik 4 0E &5 41
% BN EREAVERY RA BB, 5 SAA TS 5 RA
SRE PP Bh AT A2 BRI 6
2.4 SAA 5hpiE

HAE1979 450 E 2 A IR P SAA IKS-AESEE
FRE PR, TERR R (R TR, A
o JBER HTSRR FLIR BREL S il PRI, —
FRAMAE R GEEPEN R 225 a0 AR T Atk R AT
1M3) , FESRIMAE SAA TKF-25 TR AH A T
Iy 2N PR SORE IARIE Y SAA FHET, BV SAA
()T iR A2 A AR g A D A B 7 Y —38 43

I8 200 Bt B F SEAFAE SAA G 5% 5 AT
T2 MR P A 1 SAA T LS (4 4 AL BT 11b
BH 14 ( Cluster of Differentiation 11b+ , CD11b+ ) .

H 4l i 7 fE Pt st 15 BHAE (Cluster of Differentiation
15+, CD15+) [y v kL 40 i | HY 5 ik 52 4 2 (For-
myl Peptide Receptor 2, FPR2) %5 &, 42 {8 vh 442 41
Jig A % F4 47 10 (Interleukin-10, IL-10) 1 ] & &8 T
1 M SR RE , T 2235 SAA 179 28 20 fifd 3k ke 200
P, WAk, SAA 52K FPR2 B AH HL A FH ML
SEVRTEDUIIE 251 e e VERRLIBT ) BE 21 3L SAA
5j Tumor aggressiveness B 55 48 it , —J7 il SAA
il i %8 448 i X 48 Mg 41 JE 5T (Extracellular Matrix,
ECM ) W52 11 ARG BHF 7 26 4100 o T 418 14 Ji g 5 %%, 53
—J7 1A SAA A BE23 38 40 L o 4 J& 4 1 i (Ma-
trix Metalloproteinases, MMP) ) ;= 4= 3k 43 fi# ECM
AT IER e (R A 284 L SAA 3 AT 815 10/ VAR RS
B4R FH 15 v e 240 B 5 /N R R B T e R

TE SAA 5 51 S A 58 rh Y A 23 B Rk
ARz SAA BEZE BT 125 (Carbohydrate Antigen
125, CA-125) Fll A\ [ff 22 2 H 4 (Human Epididymis
Protein 4, HE4) 2 W9l L0 , 25 2R AUC 25 0.945, R
BN 89.2% K5 97.3% o X BERHE R I
SAA AR N BP ST TE W A UAn 6 . A 5
8 H il B AN LT SAA KTy, B [R] i
Jei DX 2L [R5 LTS SAA KPAFTE B & 2= 57, iR
SAA A7 Bl T I fii 9 0 Bl
2.5 SAA 1y HAw 7T

SAA WS ST ML, Vietri, L 451k
A il % M B 5% P & B SAA AT f CDA+T
2 B 1) B 2 A, DT I R 2Pk I RS A HE TR S0
(Acute Transplant Rejection, AR ) , M Ifi] 5 245 22 il
Ja&E W kA . AR IR 2 ALE R I R B,
B SAA BB T A S A R AL PR AN R N T
(1) 44 o S5 /0N 2 D AR | K L 7 2 i
FOHOGHR Y % 2B AT Sy oA S 24 B T 4R 170 2
TEFERN T R A il £ 4E 4k (Idiopathic Pulmonary
Fibrosis , IPF ) i — v 18 4 i3 47 P8 (8] 51 21 4 46 1 i
PP , WF9E & B IPF J855 SAA 5 1T ) Jifi i 4 4
A A9 E 43t (FVC% pred) B 67 M G, SAA A
B2 W R R A e A s B 22—,
SRR T IPF B B I 7™ B R S P RIOPAN

3 RE

H SAA & BLLLK , B 38 i ik —FoBT 1 4 v
bW R Zziz H. R HATR SAA 1G24
M2 TR T i (0 A b A A= )24 1)
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REAIANE 2 TE M. SAA TENLK ST S | e 22 1)
A S SR i N QA AR L A
Py I B A X T A R 0 T A
TREYL, SAA TEF I BO g TR o (e
AR ERAELR I UIE PRI IO R e e R
I R SRR SO S5 R B SAA 25 TR
TR A R W TR o SR, SAA SR IR
M2 W BBIRFPIEIL I, LA I R is =
Rtk (HREEE RS AR AW Rl SAA BIAS:
0 B 225 W S e , DA T B 4 e 4 AR 12
SPATUS AR R SAAAE R —Figi BN 2 1
PRSI B 2 his AR — AT, 2
RETEAF M55 TR AR IR BA T RO PR R =S ]
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AR A I IR YA AT 2 S22 11 AL
b7

IRHF OREEY SKRE EE HERT

[ ZE] BE IMIRIMBR MR R 2RI EEE SRR MR s . FiE
2017 4 7 A 2 2018 4F 6 A T Fg 4 AR E B2 10 60 4] 24 b 125 5 1F 83 4 PCOS 4, e L[/ T
T N BRI B falt BRE ARG 1) 60 44 G PCOS ot ol o BB A, A 4 I8 60 I 3K A A o B 4 AL R 3 1)
MLERRAS ) AR 250 e B Bt 3 A AR 1847 375 559 HLBE 1 Western blot 381F . i 40 Label-free 52 i
[ 2H 25 5 AR I AN A EAT 25 1 2 22 0 B e, 3 22 S R T 2 5 3 (A EAT A 13 B 2220 B, IR T
RE A M EAE AR 22 5 8 AU T ELISA 35 0F (AL BENLIMERSS 30 7)) . 458 B sas iR, #LH
1Y I A WA ELAR 437 8 Rl R 30~150 nm, 263 L4 57 . Western blot 254 W, CD9 5 CD63 4% 2t 3
B AR SRR L 16 1~ PCOS AHOC I IR A il A 22 J 8 1, A4 4 33K IR 12 43835 A
BEH. GO &ESH N, 2257 88 [ 32 24 FP 7E 405 b7 40 5207 AN A1 X R S e Bk R (H 2 A2 A i b
4 STRING 2K [ 5 AH B AE 431 & 3%, PZP/MBL2/CHFR1/HP W] fE 4716 HLEE R AH B AE M . KEGG 3 %
AT AR R, 22 S A 1 R B AR AR AMACRINEE Il S S N {5 S R I . R PZP I MBL2 47 ELISA 45
UE, 5%} B AH b4, PCOS 41 1M 2% A A PZP 363k 198, MBL2 Fik R, 22 57 Giit 247 L (P<0.05) o
ELISA Z5 L3 5 il 22 45 0 — 38, 518 Wikt PCOS &9k HH 5 1 2% 5 45 111 i, PZP Fil MBL2
B AT e MBS PCOS & Bk T o

[K$EIA] ZHUNHLEGAE; MK MBI ; |A %

Differential proteomic analysis of plasma exosomes in patients with polycystic ovary
syndrome

WANG Hongfeng'**, ZHANG Cuilian®*, GU Baoxia®*, WANG Qian’*, SUN Yingpu'*

(1. Reproductive Medicine Center, the First Affiliated Hospital of Zhengzhou University , Zhengzhou, Henan,
China, 450052; 2. Pingdingshan City Family Planning Science and Technology Research Institute,
Pingdingshan, Henan, China, 467002; 3. Reproductive Medicine Center, the People’s Hospital of Zhengzhou
University, Zhengzhou, Henan, China, 450003 ; 4. Reproductive Medicine Center, Henan Provincial People’s
Hospital, Zhengzhou, Henan, China, 450003)

[ABSTRACT] Objectives To explore the related regulatory proteins in the pathogenesis of polycystic
ovary syndrome (PCOS) from the perspective of plasma exosomes. Methods 60 patients with PCOS who
were treated in Henan Provincial People’s Hospital from July 2017 to June 2018 were selected as the PCOS
group, and 60 women without PCOS who underwent physical examination in Henan Provincial People ’ s

Hospital during the same period were selected as the control group. 60 plasma samples in each group were
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collected. Three plasma samples were selected randomly from each group, and plasma exosomes were
extracted by ultracentrifugation, and verified by transmission electron microscopy (TEM) and Western blot
analysis. After proteomic analysis of plasma exosomes by Label - free quantitative proteomics technology ,
bioinformatics analysis of proteins with a difference greater than 2 times were performed, and differential
proteins that may have interactions were selected for ELISA verification (30 cases were selected randomly
from each group). Results The results of TEM showed that the diameter distribution of the extracted plasma
exosomes ranged from 30 nm to 150 nm, and the purity was relatively high. Western blot results indicated that
CD9 and CD63 bands showed an obvious enrichment trend. A total of 16 differentially expressed proteins were
screened, including 4 up-regulated and 12 down-regulated proteins. GO enrichment analysis revealed that the
changed proteins were mainly concentrated in defense response to bacterium, extracellular regions,
immunoglobulin receptor binding activity. STRING protein interaction analysis found that there might be a
direct interaction between PZP/MBL2/CHFR1/HP. The results of KEGG pathway analysis showed that the
differential proteins were mainly enriched in the complement and coagulation cascade signaling pathways. PZP
and MBL2 were selected for ELISA verification. Compared with the control group, PZP in the plasma
exosomes of the PCOS group was up -regulated, and MBL2 was down - regulated, and the difference was
statistically significant (P<0.05). The ELISA results were consistent with the proteomics data. Conclusion

The differential expressed proteins related to the pathogenesis of PCOS were screened successfully. PZP and

MBL2 may become new targets for studying the pathogenesis of PCOS.

[KEY WORDS]

% 4% U §1 2% 5 1iF (polycystic ovary syndrome,
PCOS) J2& LU % P HE R 5534 JoHE B | e b % 2= 1M
i B 5 2R HKPL | 22 O 5O RRAE 1 N A WA 2 L
FREfEFE . PCOS J& 51 & i 2o M o HE O A
2 fR W R, T B S A R A B RO AR
i T A R ' E4eit, PCOS 1Y 2R A%
UK 6%~10% , 5 WBEAETHE HEH . PCOS
o DRI R Ie DR 3 B0 %) v B S o M S B Il PR A2 T
RIT T BB 2 NI A A [ 4
JoT 545 B A AR FERLAAR B 22 R 3L A B 2 4o
U E EEA A A . DR AM A A B 25
F5E PCOS AH G 19 22 57 4 H R AL, R DLAH G HiGE -
K, Al 58§03 15 Label-free 52 & 25 1 i 4H 2%
AKXt PCOS H & B LI S A4 22 5 88 (kA 74T
SR AWTFE PCOS 1Y A S HL I i (S5 30 K dis

1 ARSI

1.1 — R

HH 2017 4F 7 H & 2018 4F 6 H T EE4E AR
= BE 512 1 60 ] PCOS H 4% 25 I8 1l 3% (PCOS 41)
Je 60 45 T PCOS 1) {5 1A 6 2 14 25 1 1 2% () JiR
41), BB 1 mL. A2 AL O 2 AR A4S 3 ],
H T Label-free £ [ 1 2H 2% 5055 . 41 il B4l X
M3 FRZ 30 4], F T ELISA B ilF 5256 . & 545
¥ () PCOS S &Y M IRiSiw N, E AR %32

Polycystic ovary syndrome ; Plasma; Exosome; Proteomics

Yriayy . PCOS 4 ABRIE : 2003 4ERCUN A A2 5
JUJiE P 2 0 5 [ A B I e 2 i ) 22 B B0 B 25
HAEZ W RERE PR AE . PCOS HEBR AR fE : D 4n
S0 L Z KT B I T 0 o e AR 5 ) v Mk
B I AE B I 0 I B R R B, 1 HEBR E
RUE LW R BB A A % REEGAE o Wb IS 2R 1Y
SR 5 AR 9T AR B I AR AR PR 2 B 2
R AL, AR 455 3 S G R
1.2 EFIRANES KARFFE

Optima L-100XP I i 8 3 250 L0 [ 58 [ /Y
Beckman Coulter 23 7] ; H-7650 i 5} #1485 ) B H 4«
i) Hitachi 2\ 7] ; EASY-nLC 1200 24 T+ 208 A1 (4, 11
AL F Q-Exactive Jii 15X ) H 3 [# Thermo Scientific
ONal . BTSRRI G (645 90059) FiE FH AL
250 ) H 2€ [E Thermo Scientific 23 7] ; Sep-Pak it
R AE (L5 : WAT020515) 1 [ 52 1 Waters 23 7] ;
CDO Hi ik (5 : sc-18869AC) . CD63 HifAk (L5 .
sc-15363) Fl —H1 3 Wy [ T 3£ & Santa Cruz 2 7 ;
BCA i F & 5 i & (L5 1 23225 ) F Ik B i
M & (445 . 23275) . A MBL2 ELISA 5 & (it
= :EHMBL2) %4 H 3% [ Thermo Scientific 2> 7] ; A
PZP ELISA i & (#t5 . XY-PZP-Hu) Wy H _LifE(E
AR BR A
1.3 MR AM AR BB %

SR FH A T 0 1 IO 4 I A A



BT SRYT 45 20224E6 ] 5144 #5641 T Mol Diagn Ther, June 2022, Vol. 14 No. 6 - 909 -

I 375 5 v B G 0 BB 1 5 1 8 A 8 34 F) TR
HIEAS . FH Western blot Al 1fil 3% AN MA R 7R
LS VERR S 1 CDO Fl CD63 265 1FH I .
1.4 I IRSM AR 0 2L

eSS E PRI (8 MIRE , 1 wg/mL ik
K, 5 pg/mL SN E [ E KR 1 mM PMSF) #2 JE {4
TG 1210 A 5 DKAKTR &4 8 75 % 2 min; 0K
2 2 30 min B 24 7 4T, 12 000 g B0
30 min(BL2FER2 6 em) , WHUGE A .
1.5 MIRAM AR M B KB 2lifb S e

W 150 wg 12 A0 WA 2R 11 28 Wi 45, #h 78
B SRR WA 150 WL il AR JE 57 TCEP 2 289k
J& 10 mM, 37°C/K I BB 60 min; Il AL 2, Bt % fi%
TR LU 40 mM, Z IR BG40 ming fITA 7
R ALY 100 mM TEAB 28 M ; #42 IR il 5 25 1 1L
B2 1+ 50 B T 3t LU In A BT 3590 2 JR AR 11l L 37°COK
%16 ho F H Sep-Pak 4l b (0 1% 5 40 £k i ik K B
I FH R B e Bl m & x4l Ak 5 B KBtk A 7 5 12
1.6 Label-free 7 [ i 2H 2460

P KB JE o 0.5 we/pL , FEA T IROFH (533 - 5
AT o B SR SR B Thermo Xcalibur 4.0 ; {8,
TR A C18 AR A (75 wmx25 ecm) 5 (3% &
A3 B R A7 180 min; & R A 2 2% L, 0.1% H
iR 2 0P B A& 80% LM, 0.1% WIR 5 It sl AH It ik
A 300 nL/min; MS 54 5 i e (m/z) 15 Bl R 350~
1 300; % B 6P DDA #2 ; YEF B 55 Ik B
155 i 20 A7 Bk BEHEAT — RTIE 4T 3 — ST

SRR 70 0005 #2407 AR I HCD 7 =0 — 4905
Tk 3 PR 17 5005 5T 35 20 A HEBR I E] R 30 s,
7= 5% 8 H i 8 19 HE % (fold change, FC) 4R #E R
FC>2.0 8 # FC<-2.0, H. P<0.05,
1.7 AWM B 2% HrFl ELISA

FIH DAVID 7E4 A s %t 22 R & k4T GO
I g & 4E 4> B Fl KEGG i % & 4 0 M. A
STRING £ £k Bl e v 22 5 88 T A 7 88 1 BUAH ELAR
oMo BEHCRT BEHLAA AH B I 25 53 8 (iR 4T
ELISA B, SEE0 52 ELISA i & i i 45 .
1.8 ittt

K H SPSS 23.0 BAFHATHE I 03 s 1 B
BELL (2 s) 8, SR AR S FEAS ¢ K5 56, LA P<0.05
hERAGIFE L

2 HFR

2.1 IR AN AR S

25 S AR S R, R A I 2 A A A B AR A A
JEEE N 30~150 nm, 46 LA, WIE 1A, Western
blot 45 H: % W, CD9 5 CD63 4% 5 ¥ & 4 a3,
WE 1B,
2.2 RSN 25 5 R AL b

it 164~ PCOS MISCARY MR A NIMAZE R 1,
G AR BRI 2 FA TR, Wk 1.
2.3 EREAMNAEYRE B

ZSEAM GO FE 4 s, s
) A 2 e P TR 2K, H: 3 A v 7 40 R 97 A SN

F1 PCOSHEMPIMNMEEREHR

Table 1 Differential expressed proteins of plasma exosomes related to PCOS

Jrs B S HEHAK B SEA FC P{H
1 G5EA03 LIM and calponin homology domains-containing protein 1 LIMCHI 3.87 0.015
2 AOAOAOMS15 Immunoglobulin heavy variable 3-49 IGHV3-49 4.13 0.036
3 P20742 Pregnancy zone protein PZP 4.53 0.005
4 AOAO0J9YXX1 Immunoglobulin heavy variable 5-10-1 IGHV5-10-1 5.34 0.029
5 Q05639 Elongation factor 1-alpha 2 EEFIA2 -2.21 0.013
6 P02775 Platelet basic protein PPBP —2.48 0.027
7 Q03591 Complement factor H-related protein 1 CFHRI -2.52 0.009
3 P01743 Immunoglobulin heavy variable 1-46 IGHVI-46 -3.15 0.028
9 P01860 Immunoglobulin heavy constant gamma 3 IGHG3 -3.92 0.032
10 AOA0B4J1Y8 Immunoglobulin lambda variable 9-49 IGLV9-49 -3.96 0.021
11 000391 Sulfhydryl oxidase 1 0S0X1 —4.62 0.016
12 P11226 Mannose binding lectin 2 MBL2 -4.79 0.009
13 Q16610 Extracellular matrix protein 1 ECMI —5.22 0.015
14 Q49MI3 Ceramide kinase-like protein CERKL —6.45 0.024
15 AOAOB4J1X8 Immunoglobulin heavy variable 3-43 IGHV3-43 -9.25 0.018
16 P00738 Haptoglobin HP -12.28 0.022

¥ :a, UniProt accession number; b, PCOS ZH/%} M2 .
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Figure 1 Identification of plasma exosomes
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Figure 2  Bioinformatic analysis of changed proteins in plasma

exosomes of PCOS
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Figure 3 KEGG pathway analysis of changed proteins in plasma exosomes of PCOS patients
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Figure 4 ELISA experimental validation of PZP and MBL2
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AMI F§:% 00 )7 5558 H8.% BDNF . CA-125 . cTnl 7K 45
U S AN ES

TEIR EAMS TR LA

[ ZE] B# WIS MEONEEIE(AMD) I % U 77 5% i £ I U5 2278 72 1 7 (BDNF) 28
Pri-125(CA-125) OIS E 1 T(cTnD) KP4 B R R . ik /04T 2019 41 2 2021 421 H
TR TS O BEBETRYT 9 128 4] AMI B I R 5ORE, iR 4R o & 0 1 32 04s B3 4y b & 9 4l
(n=42) KRG IFH (n=86) , I3 HEHL 43 2[R W7 (e A AR fil 4 . LE 445 40 BDNF . cTnl Fl CA-125
IR, SRS AMI R3S I &0 T R A FERE 3 . 458  BDNF .cTnl LA Jk CA-125 7K F-: /40

>SRAIFA> AL (P<0.05) o AFH PR 8 1L LG AT 45 40 3 A AR 52 AMI 835 1 &0 1 30
B B[R 2 (P>0.05) ,BDNF . cTnl Pl J CA-125 A#2 1 AMI B3 1 & 0 S 5l 1 B R K (P<0.05) . 2R
Logistic [A] #5551 3 47 4% 5 8. 7%, BDNF ¢ Tnl L Jz CA-125 Jy 520 AMI 3% 3 58 U 1 5208 (0 4 <7 16 [ [
£ (P<0.05), %538 BDNF.CA-125. cTnl /E M50 AMI 3% 5 A0 71 808 i ph <7 fa B B 2, 7ER AN
WEZ AEAE BB 22 5 I IR P AR 48 LA AR LA R B AMI R 5 91 &0 ) Bl IS kIR 2 —.

[X8iF] AMIJF AL J1 358 ; BDNF; CA-125; cTnl

Changes and influencing factors of BDNF, CA-125, c¢Tnl levels in patients with AMI
complicated by heart failure

JIA Lijuan'*, HOU Yueliv*, YU Fang’, WANG Tao"

(1. Department of Physical Examination, Baoding Second Central Hospital , Baoding, Hebei, China, 072750;
2. Department of Emergency, Baoding Second Central Hospital, Baoding, Hebei, China, 072750; 3. Rongcheng
County People ’ s Hospital, Baoding, Hebei, China, 071700; 4. Department of Internal Medicine, Fengning
Manchu Autonomous County Hospital of Traditional Chinese Medicine, Chengde, Hebei, China, 068350)

[ABSTRACT] Objective To study the changes and influencing factors of brain-drived neurotrophic
factor (BDNF) , carbohydrate antigen-125 (CA-125) and cardiac troponin I (c¢Tnl) levels in patients with
acute myocardial infarction (AMI) complicated by heart failure. Methods The clinical data of 128 patients
with AMI treated in Baoding Second Central Hospital from January 2019 to January 2021 were analyzed. The
patients were divided into the combined group (n=42) and the uncombined group (n=86) according to
whether the patients had complicated heart failure. Another 43 patients who had physical examination at the
same time period were selected as the healthy group. The levels of BDNF, c¢Tnl and CA-125 in each group
were compared, and the related risk factors affecting AMI patients complicated with heart failure were
analyzed. Results The levels of BDNF, cTnl and CA-125: combined group > uncombined group > healthy
group (P<0.05). Age, gender, hypertension, blood lipids, body mass index was not single factors that
affected heart failure of AMI patients (P>0.05). BDNF, cTnl and CA-125 were single factors that affected

heart failure of AMI patients (P<0.05). According to the results of multivariate logistic regression model

AR A A A KRR B (2019013015)
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analysis, BDNF, cTnl and CA-125 were independent risk factors that affected heart failure of AMI patients
(P<0.05). Conclusion BDNF, CA-125, and cTnl are independent risk factors that affect heart failure of

AMI patients, there are significant differences between different populations. Clinically, the changes in their

levels can be used as one of the references for judging AMI patients complicated with heart failure.
[KEY WORDS] AMI complicated by heart failure ; BDNF; CA-125; cTnl

2 P .0 LB FE (acute myocardial infarction,
AMI) 554K 20 [k P 2€ Bl i s O WA
i/ IR A R TTF B0 L BLER IR IE A G,
B IR E KA R AR, A0
JULTE ek 42 A Ko v TR S i 45 TRl INp 3 2 10 B0 )
TR OER R AR Y IT AT, BRI
T2 e O IR AT Ik A 4 T R
PR AT 5 S O IR PR R A o B2 kR )
SO N R R R R A s, B A & A
R AL T AMEM R M AML &I
O 73 v e M IR B8 3 1 9 0 A i it R G
JEEL S o R AMI I U 7 36 0 A 152 e A
RIEAT I T 6T RE B A KA S TS A
W R EL A H B X RIS G R i 2 R
- (brain-drived neurotrophic factor, BDNF)  ##2 4
Jii-125 (Cancer Associated Antigen-125, CA-125) .
O WLWLES 2 19 1(cardiac troponin I, cTnl) 7K F-25 1k
5 )12 A — IR . AW AMI
I % 0> F1 3£ 98 e BDNF  CA-125 . cTnl K754k
S R R TS e A

1 ARSI

1.1 — Bk

ST 2019 4F 1 H 2 2021 4F 1 H FARAE T —
Ul BEBE VAT Y 128 1] AMI B By Im IR %R, 4
AR : OFF A GO MR 24 ) b 56 F 20k 0 U BE
BWHkdE " s @40 S5l B E A ChEG T
FEIR 2 W FVA YT HE R 2018) 0 7 5 092 K A
HES QI R PR 8 522 . HERRRE : DA I HoAh
TN R 2 5 DR i B A g 3 3 N g G R A
H QP IRIB I s @A I H A2 s ™
. WRIEREA LA Ol BE S S
FEH (n=42) . KA I (n=86) , 7 1 B 43 il [ 31
FHa HEAARAS #VE T R 2H . = 4 5 5 LR W ) ik
s, 2R LG E L (P>0.05). WHEK1. &
9T 2 BE B e B ZS b1 x4t vl B I % s B ) 3
B

Tl ZHBFBEER [((vzs),n(%) ]
Table 1 Comparison of data between 3 groups [ (x+s),n(%) |

i I o
HIF4H 42 32/10  65.58+10.73 22.56+4.26 22(52.38) 26(51.90)
KT 86 57/29 66.13+10.35 22.96+4.25 51(59.30) 41(47.67)
A 43 25/18 65.86+10.56 23.89+4.96 24(55.81) 21(48.84)
Fiy 3.127 0.040 1.030 0.570 2.446
P{E 0.209 0.961 0.358 0.752 0.294

1.2 Ky ik

AR BT A 525 RS IE R KL 5 mL, #1430
min, 3 000 t/min(r=10 cm) &> 10 min 435 ML , 1%
Tk DR AT o o7 FH It 306 47922 2 B35 (enzymee linked im-
munosorbent assay, ELISA ) il &£ BDNF . cTnl 7K,
RGN A LS R A R AR, SRR
2R RICHPE SRR CA-125 7K, 150 & 3 3¢
R&D 3] ALAFE 2 G 602 4 H s A2 &t
GE AT B s F R B i 7
1.3 Giit2#rik

K HI SPSS 22.0 G it Bk it A1 41t b, 1
GORHLL (R £9) 2R AT e K5 s THECFERER F n(%) 3=
TR AT K s R £ JT Logistic [M1JH 43 M52 1 AMI
R o R WA b= AL 0K VAN ] A PSR T e € p B
PEIEZAS AR IE I, DL P<0.05 b 22598 Geit2rmm L.

2 R

2.1 441 BDNF .cTnl L) & CA-125 /K b

% 41 BDNF . cTnl P}z CA-125 /K. &4
>SKAEIHA>MFEH, ZRAS ¥ E L (P<
0.05), W#%2,

%2 KHHEEBDNF.cTnl AR CA-125 KFELLE (x =5)
Table 2 Comparison of the levels of BDNF, cTnl and
CA-125 in each group (x+s)

2H n  BDNF(ng/mL) cTnl(ng/mL) CA-125(U/mL)
GBI 42 4.35+0.66" 13.2629.78°  48.38+16.41*
REIFE 86 3.54+0.52° 9.65+7.36" 35.76+15.31%
fEfEdH 43 2.15+0.28 0.36+0.09 15.23+3.48
FAH 203.18 38.410 64.280
PAE <0.001 <0.001 <0.001

T GR AT L, "P<0.05, FHEBEMILL, P<0.05,
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2.2 S AMI 5 I 0 ) i I B R R
AP T AR o AR M s I IS
IR 8 B AR R AMI B CE 0 ) 58 8 11 5 [
# (P>0.05) ,BDNF . cTnl U}z CA-125 J 521 AMI
BHE IR T R ER (P<0.05) . W3 3.
x3 SoWEMAMIBEHAONFENEERER
[(x£s5),n(%)]

Table 3 Analysis of single factors affecting heart failure in
patients with AMI [ (x+s),n(%) |

e S S

S (n=42) (nege) XM PHH
() 65.58+10.73  66.13x10.35 0.279 0.781
5 % 32(76.19)  57(66.28)

1.309 0.253
%@ 10(23.81) 29(33.72)
o IR H 25(59.52) 42(48.84) 1992 0956
T 17(40.48) 44(51.16)
W PR 9 el 23(54.76)  39(45.35) Lool 0317
g 19(45.24) 47(54.65)
M 45 2 (kg/m?) 22.56+4.26  22.96x4.25 0.500 0.618
1l (mmol/L. ) 3.56+0.86 3.18+1.15  1.897 0.060
W4 i (mmHg ) 127.56+20.36 125.06£21.96 0.619 0.537
&7k (mmHg ) 79.56£15.03  78.26+15.42 0.452 0.652
g A ] : ; .
0 £ 22(42.38) 51(59.30) 0552 0458
T 20(47.62) 35(49.70)
[] N
AN el 26(61.90)  41(47.67) 9901 0.130
" 16(38.10) 45(52.33)
BDNF(ng/mL) 4.35+0.66 3.54+0.52 33.133 <0.001
¢Tnl(ng/mL) 13.2629.78  9.65+7.36  2.331 0.021
CA-125(U/mL) 48.38+16.41 35.76£15.31 4.276 <0.001

2.3 i AMI B H T k.0 1 i 2 H R

Z N &K Logistic 0] 7 45 B4 53 B 25 S WoR
BDNF . c¢Tnl UL} CA-125 N 500 AMI 3% 3F &
O 77 FE I A ST fE B R & (P<0.05) o WL 4.

x4 SWRMAMI BEHLZONRBHNSER
Table 4 Analysis of multiple factors affecting heart failure
in patients with AMI

wald

= TE .
b2y %—\%&%(ﬁlﬁ o OR{H  95% CI P{E

BDNF(ng/mL) 0.586 0.133 6.580 1.797 1.384~2.332 <0.05
cTnl(ng/mL) 0.618 0.253 6.593 1.855 1.130~3.046 <0.05

CA-125(U/mL) 0.685 0.312 6.269 1.984 <0.05
3 itig
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Evaluation of the accuracy of chromosomal microdeletion detection
QU Shoufang, LI Lili, ZHANG Wenxin, SUN Nan, HUANG Chuanfeng*, HUANG Jie*
(National Institutes for Food and Drug Control, Beijing, China, 100050)

[ABSTRACT] Objective To evaluate the accuracy of chromosomal microdeletion detection based on
highthroughput sequencing technology by using national reference materials for chromosomal copy number
variation detection. Methods Chromosomal copy number detection kits from different high - throughput
sequencing platforms were used to detect chromosomal microdeletion syndrome samples in national reference
materials. First, the national reference materials were subjected to DNA fragmentation and adapter ligation to
construct the library, and the library was purified. After the quality control of the purified library, different
types of gene sequencers were used for detection. Then, the obtained sequencing data was analyzed according to
the biological information analysis software of the kit to obtain the detection result of the chromosome copy
number of the sample. Results The results of different kits for chromosomal microdeletion syndrome samples
can detect the marked chromosomal copy number variation types, and the overlapping area of the variation area
of the kit and the control method is not less than 80% of the variation area of the control method. Conclusion
After evaluation, the chromosomal copy number detection kits of different sequencing platforms can detect
chromosomal copy number variation types of chromosomal microdeletions, and the detected overlapping
regions are within the specified range of the variation region, which can meet the requirement of the accuracy of
chromosomal microdeletion detection.

[KEY WORDS] Chromosome copy number variations; Chromosome deletion; Chromosome duplication ;

High throughput sequencing technology; Accuracy
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Figure 1 Results of DiGeorge syndrome by detection kits
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Effects of Yanlurukang tablet combined with tamoxifen in the treatment of HDB on p53
protein and TGF-f1 levels

SHEN Ling*, LUO Yuqun, LI Haibin, YANG Hui

(Department of Breast, Qinghai Provincial Hospital of Traditional Chinese Medicine , Xining, Qinghai, Chi-
na, 810000)

[ABSTRACT] Objective To explore the curative effect of Yanlurukang tablet combined with tamoxi-
fen on hyperplastic disease of breast (HDB) and the influences on levels of peripheral blood p53 protein and
transforming growth factor-B, (TGF-B,). Methods A total of 84 female patients with HDB admitted to Qing-
hai Hospital of Traditional Chinese Medicine were enrolled between October 2019 and October 2020. Accord-
ing to simple random grouping method, they were divided into the observation group and the control group,
42 cases in each group. The control group was treated with oral tamoxifen citrate tablets, while the observation
group was treated with Yanlurukang tablets on basis of control group. After 3 months of treatment, clinical cu-
rative effect, changes in levels of serum vascular endothelial growth factor (VEGF) and malondialdehyde
(MDA), peripheral blood p53 protein and TGF-$,, and scores of visual analogue scale (VAS) before and af-
ter treatment were compared between the two groups. The occurrence of adverse reactions in both groups was
recorded. Results The total effective rate of clinical treatment of HDB patients in the observation group was
significantly higher than that in the control group, and the difference was statistically significant ( P<0.05). Af-
ter treatment, the decrease of VEGF, MDA, p53 protein, TGF-f, and VAS score in the observation group
was significantly better than that in the control group (P<0.05). The difference in the incidence of adverse re-
actions between the two groups was not statistically significant (P>0.05). Conclusion Yanlurukang tablet

combined with tamoxifen citrate tablet can effectively reduce the levels of peripheral blood p53 protein and

EEFRB FHikEEDAFtRA2FER AR B (2019-WJZDX-12)
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TGF-B, and improve clinical curative effect in HDB patients.

[KEY WORDS] HDB; Tamoxifen; Yanlurukang tablet; P53 protein; TGF-@,
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WBEE TR, =25 A 51225 L (P<0.05) .
W1,
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Table 1 Comparison of clinical efficacy between two groups
of HDB patients [1n(%) |

A5 n AL A3 TR BRATCE(%)
WAL 42 18(42.86) 23(54.76) 1(2.38) 97.62
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Table 2 Comparison of serum VEGF and MDA between
two groups of HDB patients (x+s)
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HITOBREAA? AR FRiZ4ES

(8 E] BH EUTHERREIRGET B 204N A 5 (RDW ) 5 SR RS K0 A R =R
PR, ik HEEE2019 4 1 A % 2021 4 4 A ARBE 424 B 43R5 0 0 HHE BT S X B B ER DT 6
ANA L HRFE RS KO A RIS AR RS (n=71) A B (n=353) , LB A 21 AN S 8K
J CRP K -2 5, >R FH Logistic AH I 43 AT 4 5Pk B BT B3 & A0 R R ARk B 2, it
RDW 5 CRP fYAH I & , 24 ROC /3t RDW 2 CRP Xif 243524 I Y328 BT S8 2500 IS AN B S A 73
WMmE. &R ARI{44 RBC . Hb Het . MHC IK-FXf R4, 22 5A G it & L (P<0.05) ,MCV .RDW
K CRP B T RHIRAL, 2 A5 851273 X (P<0.05) , Logistic [0 44347 i 75 RDW 2 CRP J2 44358 11 8% Hr
B RO EAR R FA R R (P<0.05) . AHICSHT s 48 R5 1 5 BT B % RDW 5 CRP 23
TEAA XX 2 (v=0.336, P<0.05) . ROC HIZR 7% : RDW TG M4 AS B F 419 AUC 1H 4 0.762 , #6718 K
18.6% , A% {1 F9000 O 45 A B 1k ) ARl 0,794, B2 18 0.717,, 29845 50 0.501 , CRP TR if.
BARRFELE AUC (H M 0.794, BB {E 0 12.4 mg/L , BT E U0 0485 A B 252 i B5URUE h 0.762 , H5 53
FEH 0.732, B4R R 0494, 518 RDW 5 44 M V% B A8 3 I S i IR 38 B A AN RS &
A, KN RDW 55 CRP A B 1 T00I0 3 00 I35 AS R SR 1% 2% A XU

[XER] AP MBGEDT s RDW; CRP; SURAE ; O I A R FF

Correlation analysis of red blood cell distribution width with micro inflammatory state
and cardiovascular adverse events in maintenance hemodialysis patients

PAN Dan'*, QIU Mingsheng’, ZHENG Shuan®, CHEN Yunzhuan’

(1. Department of Nephrology , Queshan County People’s Hospital, Queshan, Henan, China, 463200; 2. De-
partment of Nephrology, Zhumadian first people’s Hospital, Zhumadian, Henan, China, 463000; 3. Depart-
ment of Nephrology , Zhengzhou first people’s Hospital , Zhengzhou, Henan, China, 450000)

[ABSTRACT] Objective To investigate the coreclation of distribution width of red blood cells
(RDW ) with micro inflammatory state and cardiovascular adverse events in patients with maintenance blood
frontocephaly. Methods From Jan 2019 to Apr 2021 , 424 patients with maintenance hemodialysis were select-
ed and followed up for this Hospital at Queshancounty. According to whether the patients had cardiovascular
adverse events, they were divided into two groups: adverse event group (n=71) and control group (n=353).
levels of red blood cell parameters and CRP were compared between adverse event groupand and control
group. The risk factors of cardiovascular adverse events in maintenance hemodialysis patients were analyzed by
logistic regression analysis, relationship between RDW and CRP was analyzed with correlation analysis, and

ROC curve were drawn to analyze the predictive value of RDW and CRP for cardiovascular adverse events in
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maintenance hemodialysis patients. Results Level of RBC, Hb, Hct, MHC were lower in adverse event
group than in control group, difference was statistically significant (P<0.05) , MCV, RDW and CRP were
higher in adverse event group than in control group , difference was statistically significant (P<0.05). Logistic
correlation analysis showed that RDW and CRP were independent risk factors for vascular adverse events in
maintenance hemodialysis patients (P<0.05). Correlation analysis showed there was a positive correlation be-
tween RDW and CRP in maintenance hemodialysis patients (y=0.336, P<0.05). ROC curve shows thatAUC
value of RDW for predicting cardiovascular adverse events is 0.762, cutoff value is 18.6% , sensitivity of the
cutoff predicting cardiovascular adverse events is 0.794,, the specificity is 0.717, Jordan index is 0.501, and
CRP predicts cardiovascular, AUC of adverse events was 0.794, cut off was 12.4 mg/L, and sensitivity was
0.762, specificity was 0.732, and Jordan index was 0.494. Conclusion RDW is related to micro inflammato-

ry symptoms and cardiovascular adverse events in maintenance hemodialysis patients.detectiig of RDW and

CRP is helpful to predict the occurrence of cardiovascular adverse events.
[KEY WORDS] Maintenance hemodialysis; RDW; CRP; Microinflammation; Cardiovascular ad-

verse events
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Table 1 Comparison of erythrocyte parameters and CRP levels between the two groups (x+s)

fitn n

RBC(x10"%/L) Hb(g/L) HCT(%) MCH (pg) MCV (f1) RDW (%) CRP(mg/L)
X HRZH 353 3.52+0.72 89.6x16.4 38.7£7.9 24.2£5.6 02.4+5.2 15.742.17 8.6+2.7
AR 71 3.34+0.59 84.7+14.6 35.4+9.2 21.4+7.8 98.7+5.6 21.8+4.96 14.6%3.9
1l 2.255 2.338 3.121 2.879 9.194 10.169 12.380
P 0.026 0.020 0.002 0.005 0.000 0.000 0.000
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EXai

ST AESAF Logistic MIARERL, LIAHISE BEREN
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YEFF I iR E AT O ML R R B logistic £ EE 24

Table 2 logistic multivariate analysis of cardiovascular adverse events in maintenance hemodialysis

53 WA EVEES 4 brifEiR 2 Wald »* OR 8 95% CI P
CRP 9.18=0,=9.18=1 1.154 0.313 13.601 3.172 1.717~5.858 0.000
RDW <16.7=0,=16.7=1 0.995 0.238 17.480 2.706 1.697~4.315 0.000
RBC <3.2=0,=3.2=1 0.216 0.827 2.064 0.771 0.613~0.935 0.076

Hb <85.5=0,=85.5=1 0.114 0.584 1.975 0.517 0.312~0.722 0.119
HCT <36.0=0,=36.0=1 0.327 0.515 2.376 0.812 0.384~1.240 0.226
MCH <22.0=0,=22.0=1 0.614 0.446 5.117 0.326 0.214~0.438 0.137
MCV <9.18=0,=9.18=1 0.382 0.653 4.126 0.629 0.316~0.943 0.208
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3 it

O LA AP R e B A 1 IV A AR
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%3 RDW 5 CRP il CRP X 4+ 1% f i iE 47 &0
ERREHRITRNRRE
Table 3 predictive efficacy of RDW and CRP on

cardiovascular adverse events in maintenance hemodialysis

patients
fabr  AUC  HUBE  URE ReRE ABEEC PH
RDW  0.762 18.6% 0.794 0.717 0.701 0.000
CRP  0.794 124 mg/L  0.762 0.732 0.694 0.001
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Detection value of HPVE7 protein, sHLA-G and STNFR in cervical cancer and precan-
cerous lesions

WU Yan'*, ZHAO Qian’, KANG Lihong’, CHANG Miao’

(1. Department of Obstetrics and Gynecology, Zhumadian Hospital of Traditional Chinese Medicine , Zhumadi-
an, Henan, China, 463000; 2. Department of Gynecology, the First Affiliated Hospital of Zhengzhou Univer-
sity, Zhengzhou, Henan, China, 450052; 3. Department of Obstetrics and Gynecology, Zhumadian Hospital
of Traditional Chinese Medicine, Zhumadian, Henan, China, 463000 )

[ABSTRACT] Objective To investigate the effects of human papillomavirus (HPV) E7 protein,
soluble leukocyte G antigen (SHLA-G), soluble tumor necrosis factor receptor (STNFR) I and soluble tumor
necrosis factor receptor (STNFR) II in cervical cancer and detection value in precancerous lesions. Methods
A total of 119 patients with cervical cancer and 119 patients with cervical precancerous lesions in Zhumadian
Hospital of Traditional Chinese Medicine from November 2018 to December 2020 were selected. Fasting venous
blood was collected, and serum sHLA - G, STNFR, and HPVE7 were detected by enzyme - linked
immunosorbent assay. The expression levels of HPVE7 protein, SHLA-G, and STNFR between the two groups
were compared, and the serum sHLA -G and STNFR levels of patients with different stages and degrees of
differentiation were compared. The correlation between the levels of HPVE7 protein, sHLA-G, STNFR and

clinical stage and differentiation degree was analyzed, and the receiver operating characteristic curve (ROC)
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was used to analyze the diagnostic value of serum for cervical cancer. Results The levels of HPVE7 protein,

sHLA-G and STNFR [ in the cervical cancer group were higher than those in the precancerous lesion group,

the difference was statistically significant (P<0.05). There were statistically significant differences in the levels

of HPVET protein, sHLA-G, and STNFR I among cervical cancer patients with different stages and degrees of

differentiation (P<0.05) , while there was no statistical difference in the levels of STNFR Il and between

different stages, different degrees of differentiation, and different groups (P>0.05). The levels of HPVE7

protein, SHLA-G and STNFR [ were positively correlated with disease stage, and the levels of HPVET7 protein,
sHLA -G and STNFRI were negatively correlated with the degree of disease differentiation. The AUC of the
combination of HPVE7 protein, sHLA -G and STNFRI in the diagnosis of cervical cancer was: 0.880, the
sensitivity was 88.24% , and the specificity was 79.83% (P<0.05). Conclusion HPVE7 protein, SHLA-G and

STNFR | are abnormally expressed in patients with cervical cancer, which are closely related to the disease.

Combined detection can be used as an auxiliary method for disease diagnosis.
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Table 4 Correlation between relevant indexes and disease

stage and differentiation degree

. BT SH R
S A T

HPVE7 & 1 0.720 <0.001 -0.699 <0.001

sHLA-G 0.703 <0.001 —0.678 <0.001

STNER | 0.681 <0.001 —0.732 <0.001
STNFR II 0.561 0.443 —0.535 0.454

2.5 HPVE7 &[4 .sHLA-G .STNFR X}'&f #i i 5 5
ST RIS A2 (12 W 3L g

HPVET7 % [1 .sHLA-G . STNFR | ¢4 12 W ey
FUE ) AUC 2 :0.880, flUEk 4 88.24% e 1R
79.83%(P<0.05) ., W% 5. K 1,

*®1 FZHHPVE7 ZHA.sHLA-G.STNFR 7K FELE (x+s)

Table 1 Comparison of HPVE7 protein, sHLA-G and sTNFR levels between the two groups (x +s)

4151 n HPVE7 # 1 (U/L) sHLA-G (KU/L) STNFR I (pg/mL) STNFR I (pg/mL)
St 119 44.74+10.69 184.86+39.91 2 322.99+250.32 2 495.14+366.91
S I AR 2 119 24.63%8.11 94.63+34.08 1 251.41+239.11 2 463.81£370.33
{8 16.349 18.755 33.768 0.656
P <0.001 <0.001 <0.001 0.513

x2 ARSHBBEEXIERILE (vxs)

Table 2 Comparison of relevant indexes of patients at different stages (x+s)

215 n HPVE7 # H (U/L) sHLA-G(kU/L) STNFR I (pg/mL) STNFR I (pg/mL)
| K 19 30.63+7.36 144.62+29.78 1953.43+214.22 2 491.79+359.51
1T 341 46 41.77+9.68 180.3035.64. 2 215.13+230.41 2 502.56+362.38
M~V 41 54 52.23+11.18 202.91+40.12 2 544.90+266.33 2 489.99+355.43
F1Y 35.429 18.054 48.144 0.016
P <0.001 <0.001 <0.001 0.984

x3 TESUREBEBEXEIRLE (x25)

Table 3 Comparison of relevant indexes of patients with different degrees of differentiation (x +s)

251 n HPVE7 #H (U/L) sHLA-G(kKU/L) STNFR | (pg/mL) STNFR II (pg/mL)
el 22 29.51+8.11 146.51+30.67 1 965.92+212.11 2 489.68+360.40
otk 46 42.20+10.56 179.99+34.53 2 221.19+228.30 2 501.37+359.04
o tedt 51 53.61+11.39 205.80+40.37 2 568.83+264.07 2 491.88+356.32

F1H 42.365 20.898 54.466 0.015

Pl <0.001 <0.001 <0.001 0.986
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%5 HPVE7ZEH.sHLA-G.STNFR ¥t B #E 5 5 0% 5 % 25 BU12 BT 3L A8

Table 5 diagnostic efficacy of HPVE7 protein, sHLA-G and sTNFR in cervical cancer and cervical precancerous lesions

Eist7n AUC 95% CI WA U (%) FeFPE(%) PA
HPVE7 &EH 0.728 0.666~0.783 >41.74 U/L 47.06 89.08 <0.001
sHLA-G 0.786 0.728~0.836 >145.76 KU/L 62.18 81.51 <0.001
STNER | 0.807 0.751~0.855 >1637.28 pg/mL 75.63 71.43 <0.001
AW 0.880 0.832~0.918 <13.4 88.24 79.83 <0.001

100 F
— HPVET
SHLA-G
~—— STNFR [

----- WA

U (%)

0 20 40 60 80 100
RESE(%)

B 1 HPVE7Z&H.sHLA-G.STNFR #— R Bk &1 ¥ 204k
Figure 1 single and combined diagnostic efficacy of HPVE7
protein, sHLA-G and sTNFR
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Correlation between Epstein-Barr virus infection and clinicopathological features of gas-
tric cancer

WU Jing, LI Xiaojie, HE Jie*

(1. Department of Pathology, the First Affiliated Hospital of University of Science and Technology of China
(Anhui Provincial Hospital ) , Hefei, Anhui, China, 230036; 2. Department of Pathology, Anhui Provincial
Cancer Hospital, Hefei, Anhui, China, 230031 )

[ABSTRACT] Objective To investigate the correlation of the Epstein-Barr virus (EBV) infection
with the clinicopathological characteristics of gastric carcinoma. Methods 127 cases of gastric cancer paraffin-
embedded samples were collected from June 2018 to May 2019 in Anhui Cancer Hospital after radical surgery.
Fully automated in situ hybridization was used to detect the expression of EBV-encoded small RNA (EBER),
and the correlations of the EBER expression with clinicopathological characteristics were analyzed. Results
13 cases (10.2% ) were positive for EBER. There was no significant difference in EBER positive rate among
different gender, age, tumor diameter, tumor location, TNM stage, and lymph node metastasis number (P>
0.05). There was a statistically significant difference in the expression of EBER among different Lauren types
(x=6.290, P<0.05) , among which the mixed positive rate was the highest, and the tumor stroma with EBER
expression had a lot of lymphocyte infiltration. Conclusion EBER in situ hybridization detection is beneficial
to screening EBV infection in gastric cancer. By improving the understanding of the clinicopathological charac-
teristics of EBV -associated gastric cancer (EBVaGC) , more pathological evidence can be provided for the
clinical diagnosis and treatment of this type of tumor.

[KEY WORDS] Epstein-Barr virus; Gastric cancer; EBER; In situ hybridization ; Clinicopathological

characteristics
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Expression of FSHR, pAKT and NF-KkB in ovarian cancer tissues and their relationship
with the degree of malignancy

LU Xiaolin*, HAO Na, QIN Jie, CHENG Yanmei

(Department of Gynecology , Handan Central Hospital , Handan, Hebei, China, 056001 )

[ABSTRACT] Objective To investigate the expressions of follicle stimulating hormone (FSHR) ,
phosphorylated AKT (pAKT) and nuclear factor-kappaB (NF-kB) in ovarian cancer tissues and their relation-
ship with the degree of malignancy. Methods From July 2015 to October 2016, 89 patients with ovarian can-
cer in the Second Department of Gynecology, Handan Central Hospital were selected as the observation
group; 68 patients with benign ovarian tumors treated during the same period were selected as the control
group 1; 51 women without ovarian tumors during the same period were selected for the control group 2. Im-
munohistochemistry and real-time PCR were used to detect the expression of FSHR, pAKT and NF-kB in the
three groups. Pearson correlation analysis software was used to further analyze the relationship between FSHR ,
pAKT, NF-kB and ovarian malignancy. Results The positive rate of FSHR, pAKT and NF-kB protein in
each group was significantly different (P<0.05). Comparison of FSHR, pAKT, NF-kB mRNA levels among
the three groups: observation group > control group 1 > control group 2, the difference was statistically signifi-
cant (F=10.337, 11.591, 12.494, P<0.05). There was no significant difference in FSHR, pAKT, NF-kB
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mRNA levels and histological classification in ovarian cancer tissues under different pathologies (P>0.05).

Compared with tumor stage, pathological grade, lymph node metastasis and pathological type, there were sig-

nificant differences (P<0.05). Pearson correlation analysis showed that there was no correlation between the

levels of FSHR, pAKT and NF-kB in ovarian cancer tissue and tissue classification (P>0.05). There was a

positive correlation with tumor stage and lymph node metastasis (P<0.05) , and a negative correlation with
pathological grade (P<0.05). The ROC curve results showed that the combined detection of FSHR, pAKT
and NF-kB had higher sensitivity and specificity in predicting the malignancy of ovarian cancer patients than
single FSHR, pAKT and NF-kB examinations (P<0.05). Conclusion FSHR, pAKT and NF-kB are highly

expressed in ovarian cancer tissue, and are related to the degree of malignancy and affect the prognosis of pa-

tients. The combined detection of FSHR, pAKT and NF-kB is of great significance for evaluating the degree of

malignancy in ovarian cancer patients.

[KEY WORDS] FSHR; pAKT ; NF-kB; Ovarian cancer tissue ; Malignancy
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%3\ FSHR . pAKT NF-kB £ safediia, ) [
T 2% [# Santa cruz, % 5 : 20185715; $ il FSHR.
pAKT .NF-kB —#i,l H FriE T2 A A, 585
20159251;PBS Z& i, W4 [ T35 [ Sigma St Louis
/N F) s DAPLYL IR, I T EER R A Qe @il
& W H AL A2 S AU R A Bl 966 PCR
M, 15-:4729692001 96 LR, 14 H F Roche &' (%
1.2.2 FSHR.pAKT .NF-kB % [l 5E

ZHABEE Y LLFAR T 58 A R AR
FEARAT I O S k2 20 O S R PR 4 2 R 0 R
FUEHL, R PBS 5¢ % 3 IR bt , DAB . {7, 75
KEE Y (Yo i 4 LA FSHR . pAKT . NF-kB [H
Pk g5 & B A, PBS — it g B X IR ) |, b
e W A G D U -

g5 B R FH e i R R K T
0 73 : BHYE40 M 5 0% ~10% ; 1 43« BH 4 40 o o
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10.0%~25.0% ;2 43 : FHYEA I 5 25%~50.0% 53 77
FH P 40 HE 5 50.0%~75.0% 5 4 43 BHAE 41 i >75.0% .
X FA550>3 43k BHE
1.2.3 FSHR ,pAKT NF-kB mRNA il

B A £ 11 B0 S0 B E R R SL A1 4L, R
Trizol ¥ 58 B2 RNA 43 5 5 82, KM et
58 1L RNA 21 B2 (1) 82 B, JF 58 BUS RNA 4f i 45
LR 8 B S e i S . RN R AL AN
N : RNA #i# 14 wL . Enzymemix 2 pL .RT Z& i
4 wL, B i ZR AR #h 2 3 20 WL, T PCR A X
(42CF 2% 1 h,95CF 5 min) 58 58 i cDNA 1Y
B, BT -20CKA T, R A7, BB RN IR R
cDNA # # 8 wL.SYBRP Green min 10 pL.PCR
Primer mix 2 wLo & KW 451 : 95C K HiAE ¢ 10
min 95T 15 5,.607CIE & 30 s, 72C F4EAH 30 s,
PEAT 45 MEI B MLRbR AR F A 3 U, HUCT AL,
DL B-actin fE NS, R 274 52 i 4 41 FSHR.
PAKT .NF-kB mRNA ik & % , 51 ¥ }2 TagMan
PRE 4 TaKaRa 28 FA AL, IF2 Bl , HF 351
WEIES O, A TE (PHS8.0) H B 2 4 10 M —
20°ClgA, & H
1.3 Gt

K H SPSS 24.0 FR {4 4b 3, 1 B9 B R H
n (%) Fm AT Y K, A BRI 5 IE A0,
THEGERER (v £5) R AT K03, 241500 Ho
FH FRL, P<0.05 ZRE65%5 %5 X,

2 #R

2.1 441 FSHR .pAKT NF-kB 2 [ BH MR b 45
%2 FSHR .pAKT .NF-kB 2K [ B % L4 2%
A G E L (P<0.05), WEL AL,
2.2 =% FSHR .pAKT ,NF-kB mRNA 7K 1.4
3 Y FSHR .pAKT .NF-kB mRNA 7K Fo %5« W
FLASHT IR 1 SHF R 2 41, 2 R A G 2E R X (P<
0.05), W2,

#®1 =4 FSHR.pAKT.NF-kB EEPHMERLLE (%) ]
Table 1 Comparison of positive rates of FSHR, pAKT and
NF-KB proteins among the three groups [1n(%) ]

20 5] n  FSHRZEH  pAKT#EH  NFkB#EH
pUE=SA| 89 45(50.56) 41(46.07) 38(42.70)
X140 68 5(7.35) 5(7.35) 7(10.29)
X224 51 3(5.88) 2(3.92) 4(7.84)
718 7.893 8.014 6.392
P 0.032 0.028 0.039

%2 =% FSHR.pAKT NF-kB mRNA 7K ELL3E (x+s)
Table 3 Comparison of mRNA levels of FSHR, pAKT and
NF-kB among the three groups (x +s)

%]  n  FSHRmRNA  pAKT mRNA  NF-kB mRNA
WLl 89  0.78x0.12" 0.84+0.18" 0.83+0.17"
XHIE 14 68 0.21£0.08" 0.24+0.10° 0.19+0.08"
XIE24 51 0.20+0.07 0.23+0.08 0.16+0.07
F1§ 10.337 11.591 12.494
P1H 0.000 0.000 0.000

T SN 2 41 HL#R L P<0.05 ;5% IR 1 4 He A, PP<0.05.,

2.3 WM EH A [F %S BT FSHR. pAKT . NF - kB
mRNA 7K H 8

B 595 21 4 AE A [F) 5 BN FSHR . pAKT . NF -
kB mRNA 7K V-5 53 K 22 R RS E X
(P>0.05) ; 5 [ 43 1 5 43 9% bk T 285 B 78 I
R HR A LR 22 A TR L (P<0.05) . W3 3,
2.4 §PH9F 20 41 P FSHR . pAKT . NF-kB 5 B i

Pearson A ¢ 14 % BH . B £ 95 21 41 v FSHR |
PAKT NF-kB 7K V- 520 4153 To A A (P>0.05)
5 IR A b B S RS B IE A G (P<0.05) 5 5
I B3 90 5 A OGP (P<0.05) o WL 4,
2.5 FSHR.pAKT .NF-kB -4 6 25 75 0§10 B 3%
AR v ) I 25K

ROC £k 45 - % 1 . FSHR , pAKT , NF-kB BX
B KA 7 OF SR R R AR B T Y T R A S
F¢ 5 S T ¥ — FSHR , pAKT . NF-kB i £ (P<
0.05), W5 K2,

7 :A B .C AWIEL4] FSHR .pAKT NF-kB % (4 e e 414k 45 4 ; D \F .E %} 1 4l FSHR .pAKT .NF-kB 2 [ fe ge 4t 45
Bl WRASXE1IHAERALLEEER (sp, x100)

Figure 1 Immunohistochemical staining results of observation group and control group 1 (sp, X100)
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*£3 WEAARREKRIET FSHR ,pAKT ,NF-kB mRNA 7Kk F
LbER (v+s)

Table 3 Comparison of mRNA levels of FSHR, pAKT and

NF-kB in the observation group under different pathological

conditions (x+s)

. FSHR pAKT NF-kB
GESSS mRNA mRNA mRNA
Jigea o3 41
[~ 48 0.52+0.10  0.71%0.12  0.720.14

m~v 41 1.08£0.15  0.99+0.21  0.96+0.19
tE 8.227 7.891 6.392
Pia 0.000 0.000 0.000
AR N

E g e 51  0.77#0.11  0.83+0.17  0.80+0.16

GREAZ BLPERE 38 0.79+0.13  0.85x0.18  0.870.18
tHE 7.425 4.515 5.002
PAH 0.000 0.000 0.000
BE B

[t e 36 0.56+0.11  0.71%0.15  0.71x0.15

Rk 40 0.78+0.18  0.80+0.19  0.82+0.17

7 13 0.89+0.21  0.94+0.24  0.94+0.20
FAl 6.781 4.697 6.793
P 0.000 0.000 0.000
WL RS

= 23 0.91x0.22  0.89+0.26  0.92+0.29

T 66  0.67x0.16  0.72+021  0.78+0.21
t{H 6.392 9.586 7451
PiE 0.000 0.000 0.000
g LIS 1R

o 0.87+0.20  0.81+0.22  0.96+0.24

R 1.49+0.23  0.97+0.29  1.21+0.32

TE N AR 0.57+0.12  0.64+0.15  0.71x0.19
F1H 9.681 6.312 8.602
P8 0.000 0.000 0.000

x4 UIEEHLA T FSHR,pAKT NF-kB SO0 &R 42E
HX R
Table 4 The relationship between FSHR, pAKT, NF-KB
and malignant degree of ovarian cancer
MR HZUME O R AR
8 P -5 PMH 8 P i P
FSHR 0.646 0.032 0.221 0.767 -0.816 0.021 0.856 0.018

pAKT 0.774 0.026 0.194 0.667 -0.681 0.029 0.795 0.025
NF-kB 0.692 0.030 0.204 0.743 —0.734 0.025 0.831 0.023

I

3 it

AR, Bl AT AR 36 7 =R el AR, O 598 &
I 2R AE L M A BE AR G0 MR rh R AR A, SR
T E B . T 28000 S0 B O R AR
R Z AP 53 70.0%~80.0% B E 2B E 24
SRR G R I2 T MR . BN b R T
W UL L A B 2R B R, L R R B A
HERZ 5NN ERE RN E Kk S %

%5 FSHR.pAKT.NF-kBBx &0 & 7E U0 & B & R 1%
TR R T R
Table 5 Predictive efficacy of combined FSHR, pAKT,
and NF-kB in the malignancy of ovarian cancer patients
95% CI  REUE F5lE PME
0.713~0.858 0.774  0.801 <0.05
0.794~0.871 0.796  0.812 <0.05

0.732~0.849 0.782  0.799 <0.05
0.845~0.932 0.905 0.887 <0.05

KrliAs i AUC FrifEiR 2%
FSHR 0.806 0.061
pAKT 0812  0.074
NF-kB 0.781  0.068

A A 0894 0.083

1o F — FSHR

/| — NFkB
0.8 + PAKT
— AR A
0.6 — BHL

04

U

02 F

Y S S
0 02 04 06 08 10
1S

B2 ROC Hizk
Figure 2 ROC curve

ZHFER KN SR/NEAFIT R I Rk
U T Bl 4 2 ) 5 A 2 )5 Ao bE iR A ik
A N 22 B3R A, S BT R M AR R
KPR . HILED, MEERMEGES SR
FE kA R T AT iR B T Rk 2 24 £t O
HUIR A R, T RE S FE ARG R R R A W A2
F PP H A RS R At FSHR.
PAKT NF-kB T A 1E IR U g v R | Rk

O PR R R B ) B SR ) A R R A
P8 1 R 9 2 X O SE A 40 R 3 &5 SR 0
FSHR X B 5L 3% 1 g 11 %2 A8 F & Je HLAg i 22 1Y)
Y, BRI FSHR X 51 559 20 i 14 5 5 4= 7%
s VRS BESE B : FSHR RSl N 5L
R RN 3 A, LR RN R R . X R
KA S 25 AN, FSHR BE3# 1 PKA i A2 A2
DT 55957 240 Bf 1) 35 5 5% Ak, T PIBK/AKT {55 7E 5P
I 20 MO P 1A OB A LA P A R R R | e X
fRIF P h R HEAEH . Cie A WFFRE B,
FSHR 3 i3 #4005 PI3K/AKT 15 544 S %42 M Sur-
vivin T34 i VEGF & 5, Jin il o 5895 37 28 i 45
SR . T NF-kB J& TS5 516 2 b il i,
J&F AKT EZ W N 72—, ie 5 M & A
145G, ILTEMIE AEE T AT . NF-kB
55 2P S8 1 S R TR O, BB N IS 22 01 S
NF-kB 1E N G PR T RE . ASHFSE o, O SJ8
HYURERER T FSHR . pAKT .NF-kB mRNA 7K V-5
G130 IR RO L SRR B S R S, WA
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FRESRE W, U HE A 21 FSHR . pAKT .NF-kB 3%
K, B S Lg%
WK . NF-KB 53 16 1L AE 8 72 45 Fh 4 i S5 3 26 1
JHT- MR (A BFE , HL S iR Y A&k R A
B AIAT S5 . T HE—25 b op 591 21
Wi FSHR .pAKT .NF-kB 5 i5 5 B35 VL RE B 1 5%
R ARGE PO AT AHOCHE 73BT, S5 SR B - B 5L
FELH 21 FSHR . pAKT .NF-kB 7K -5 Jfogd 43 11k
LR RS SR AR OGN, s SR HL A g 2 TR s ROC
1245 L 0] . FSHR . pAKT .NF-kB HB¢ 446 5 75 5

AW E AR, 2021,21(10) - 1921-1925.

RECREE T % STATI /88 Sk H 40P R ik
N5 HPV16 95 75 £ O¢ R o5 (1], BUAR Mg B2 2
2020,28(7):1178-1181.

Hall M J, Reid JE, Burbidge LA, et al. BRCA1 and BRCA2
mutations in women of different ethnicities undergoing testing
for hereditary breast-ovarian cancer [J]. Cancer, 2021, 115
(10) :2222-2233.

R, BRBTHE . miR-198 7 B S50 (14 38 7K B X O 5 9
20t 38 58 A i L 5 (] b ic fe 9 43 B 5 IR
2021,28(12) :2103-2108+2151.

Wk 22 KA, PR £ 08 . 4F 4% RNAMALATI #l ANRIL
15 1 L9888 412U B R AR 0 B0 K 5 i R e B Y G &

SRS A R O A 154 5 5 T4 AL R L

- FSHR‘pAKT NF-kB *ﬁﬁ ’ Mﬁﬁﬁ%éﬁ%% 'LH ’ [10] Horikawa N, Abiko K, Matsumura N, et al. Anti- VEGF
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[ ZE] BH 7S O XL E 2k E Gt A5 (HBoV) (B 1 B, Ry L #E 0T
WH G G R IZT P RIS % . ik IR 201948 5 H 2 7 H 38 T8 — N RS B 0P 7 g 2 Jek g )L
ST ARAR 969 4], 2R F PCR-TESEHREN 46T HBoV A% 1R , % PCR 7= ¥ #E4T Sanger 1 5, Jf- W4k
Y LI PR AT I PR IE AT . 55 75 969 | B ML AR A by, oA 11 45 0l BAPERRAS | BHE
9 4.6%. Fo B EILE Tt AR H R ILE, 25 5152 L (P>0.05) ; BHE 7] 32 214 h
36 H LA EIL(77.7% ) , AN [RVAF I BERS R LA, 25 2 G T24 78 L (P<0.05) 5 AN [l 4R B BH 4 2R LAY I
PRAFAEAT T 25 5, Hovh 25 AR Bt 0 R 34 i Bk M4 i K L CRP 38 /3 1) B BB LU 55, 25 A e i 2478 L (P<
0.05) ; BAPE LAY I PRIZ BT AR IX R AFPE T % e 22 0L (51.1% ) ; B4l HBoV J& YLK Ny 37.8% , 1R A YL Lt
Bl E ik 62.2% . 518 HBoV & 2019 4F 5 2 7 3 b IX L2 St 1 IR JR % 119 o 255 JRL AR | B IRl i
BYAG TN FS3 M HBoV JBEHL , X ilfe R 12T B B X,

[giE] 8 AHRFERE; JLI; I RRHE

Analysis of the infection and clinical characteristics of human Bocavirus in 969 children
with respiratory tract infection

OU Shunjing"?, GAN Zhengfei'?, DENG Guozheng'?, HUANG Xiaoxue"*, LUO Hongzhi'*, ZHENG Yang'?,
ZHA He'**

(1. Department of Clinical Laboratory , the Third Affiliated Hospital of Zunyi Medical University ( the first peo-
ple’s hospital of zunyi), Zunyi, Guizhou, China, 563000; 2. Scientific Research Center, the Third Affiliated
Hospital of Zunyi Medical University ( the first people’s hospital of zunyi) , Zunyi, Guizhou, China, 563000)

[ABSTRACT] Objective To investigate the infection situation of human Bocavirus (HBoV) in chil-
dren with acute respiratory tract infection in Zunyi area, and to provide reference for clinical diagnosis and
treatment of children with related respiratory tract infection. Methods A total of 969 nasopharyngeal swab
samples from children with acute respiratory tract infection were collected from the First People’s Hospital of
Zunyi from May to July 2019. HBoV nucleic acid was detected by PCR-fluorescent probe method, PCR prod-
ucts were sequenced by Sanger method, and clinical data of infected children were collected for clinical charac-
teristics analysis. Results Among the 969 nasopharyngeal swab specimens, a total of 45 positive specimens
were detected, with a positive rate of 4.6%. Among them, male patients were more than female patients, with
no statistical significance (P>0.05). The positive cases were mainly in children less than 36 months (77.7% ).
There was a statistically significant difference in the detection rates of different age groups (P<0.05). The clini-
cal characteristics of positive children in different age groups were different, among which, the proportion of

fever, tonsillar enlargement and increased CRP in different age groups was statistically significant (P<

KA B BE O RAF AL RS AL R (81760475); 5% M 4 8 U BEAFHE A B (H F4H4-HZ $(2019)173 %)
Ve i 1 XL EARFH ZWE ERGESUT H — AR ER) &AM, 8 L 563000

DN EHAKRFEZMBEER(ELTH -ARER) PO LT, 500, L 563000
*iBAEAE# . BT, E-mail : zhahe666@126.com
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0.05). Community acquired pneumonia was the most common clinical diagnosis in positive children

(51.1% ). The infection rate of HBoV alone was 37.8% , and the rate of mixed infection was up to 62.2%.

Conclusion HBoV is an important pathogen of acute respiratory tract infection in children in Zunyi area from

May to July 2019. Timely and accurate detection and analysis of HBoV infection is of great significance for

clinical diagnosis and treatment.

[KEY WORDS] Zunyi; Human bocavirus ; Children; Clinical features

A F95E: (human bocavirus, HBoV ) & —F G
FIREZ A S DNA WS B , J& T4/ iRk, HBoV
T 2005 A S VPR R L S IR ik
KB R e R BRI, 5T B8 HBoV 43k DU
A, H:d HBoV2 .HBoV3 #ll HBoV4 T4 F i rfr
Kt  HBoV1 EZAEFFI A A TP ™, AR
FW], HBoV &5 | i ) L 28 W W s R e 1) 2 200
JrAA 2z — 8 5 L e R A (R VR FH 5 | P 3 A
FHEAR o ITAEA, [ PN 221 1 DX 224l P 1 ek e
BLUEFT HBoV il , £5 X 3 HBoV £ H AN S AH
[] 5 T8 S X 2k P W Jk e 8L HBoV 1Y
JERYL G D 15 5 e b XA A B 22 S v R mT
R LA b IR, AR HBoV 8% J5 i IR
FROE, A ARIZY T TAESAE S SRR

1 HARMNKRETIE

1.1 RS

PRI 2019 4 5 7 2 7 7 38 Ui 3 — AN R B
B SR IE B YSRE R A B UL 969 i, FH: R
JLAYAERS R 1 A ~156 A, Ak (U440 2 19 H
(10,36) , F¥I4E# R 20 H o B LR A (AR
HHLBRE) S\ RS Wibr e . LR IEA
5 L I PR R S A SR AG: 56 285 SR ({51 0 o g 3 D A
U IUIRAS il R S JFARBT IR I FR AR AT ) .
ABRHE : HA 2RI W8 e R A e L . HE
BRAm i : O e 1) R e 6 35 T W s # e - L1
K& (Flu A Flu B.RSV,ADV PIV1.PIV2 PIV3);
QO ABERT A/ 24 ho WFFEIE B BE A0 2 1 2
() P A , RAT B LIS P B s R
1.2 FRANEE Sab 5

JUAR i FRPRAE AL R AR L BRI A
TCH R, A K A HER K 1.5 mL 2 JCH %,
TR TS BT R ST RO A
1.3 PCR-ZOGHRENEK I HBoV
1.3.1 R

R i R R TR B e 4 Ak R A (Pl ok 2
RS AR A PR 7], AR A5 20170583 5 ) 1

W T HRAE
1.3.2 RT-gPCR

FRAE 34 4 BN S  BE A R A DU 0] & (rp
LR 2k B SE R B A3 BR 2 7] 2 P2V TR S
B WA TR 20040999 5 BEHH A5 AT, 1
4% 4 ABI Prism 7500 SZH}7¢ 5% PCR X (36 [E ABI
oAl BEEY AR F R 50T 2 min, 1 AME3F;
95C 15 min, 1 MEH ;94°C 15 s — 55T 45 s CR %
B, 140 NMEFR
1.3.3  Z5iRHE

AR IIRE B B FAM KGN 38 3 T 388 il £k, HL
Z VIC 3EIE AP 1 M e, vl AR 5 N EE B
P A REIIARE & FAM AS I3 08 A B 48 il 2 HL
Ct=<<40, VIC Kl 847 s JCP $58 th2k , vl 8 FE:
1.4 Sanger 3 7 56 IE

¥ PCR 7= ¥t 47 Sanger 1 7> (IR IIAE K KL
RBAR A BRA D) IF AT A R X 53047 o
1.5 GireFhik

K H SPSS 25.0 Xt B4l AT AL R 5 73 By 5 IEAS
O3 AE TR REORER T (R +5) o, AETE 2015 1%
P50 (P25, P75) 137K 5 AU RLER I n (%) 3
AR ECBCR 7 R e, ANl 2 SRR RS
B ; LA P<0.05 HZEFAH G245 L,

2 FHR

21 RGO

TE 969 il Sk P W 3 JR e B L B A T v 3
it PCR-ZEEH 4 3446 HH HBoV BHYEARAS 46 4],
Sanger % I J7 £ 45 4, BHA RN 4.6% , H 5
PE 24 1), 2ot 21 B, IE A R R, 22 F e st
28 X (4=0.53,P>0.05) .
2.2 HBoV &Y A I 43 A

BH 5 161 32 B2 4 P e 36 A AL (77.7%)
JEH IR 12~<24 H (40.0% ) . £54F #4241 2 7] HBoV
(A R A, 22 TR GE i 2f X (P<0.05) , Hirh
=60 H VL L ) BHAPE RS R 5 i (7.9% ),
Hk M 12~<24 ARIL(6.7%) . WHE 1.
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&1 HBoV BHHEHR ST
Table 1 Age distribution of HBoV infection
RN () XA IEC PHPEGIRC PHPER 12 (%) B R (%)

<6 146 4 2.4 8.8
6~<12 127 7 5.5 15.6
12~<24 267 18 6.7 40.0
24~<36 138 6 4.3 13.3
36~<60 202 3 1.5 6.7
=60 89 7 7.9 15.6
P! 10.73
P{H 0.038

2.3 AR B LAYIG RAEFAE B S50 28 46 A

36 A LI JL HBov [ Ct ¥ {H 1K T 36
H UL EBIL; 75% 09 BOLH 80 & #, Hop s e
B R 64.7% 5 <6 A 1 LA H BB 1S 5 5 6~<12
HEILY 1 3 WBC 3 5 A FAE S B L2
6], 2 B R & #4| J Bk 4R i K . CRP 14 &5 1 e 7]
BB 2R, WRERASI¥E X (P<
0.05) . <6 H 5 12~<24 H 8 JLAE Bt K, 5
FEZ MBI, 25 81222 L (P>0.05) .
W2,
2.4 BHPER G I A2 W

A1 DX AR A P Al 5 58 L A7 HBoV B FH 1 955 1]
1) 51.1% . 1F 23 il Jifi & F8 35 b, A 10 ) Oy 5 AE

Jiti 2%

2.5 HBoV HAlE YL IR A B YL il
HBoV 1A I8 UL ik 62.2% , IR B Z
JE AR SR i UL, FEOR R TR . AE 10 BB
YL L FeR WA PIVS, H B KA ADV
RSV, L% 3,
=3 HBoVHAIRERBEELESHER

Table 3 Distribution of HBoV simple and mixed infection

RIS n F LI (%)
HBoV HLali& iy 17 37.8
HBoV {4 /5% HBoV+i £ 4 8.9
HBoV+ 3 JF {4 9 20.0
HBoV+4ll # 3 6.7
HBoV+H.1# 1 2.2
HBoV+J§ 75+ 3 AR 5 11.1
HBOV+Jji f5+41 1 2.2
HBoV+ 3¢ St A+ 21 1 3 6.7
HBoV+ 3 A+ E T 1 2.2
HBoV+4i I+ FL 1 1 2.2

3 iTfig

2P IR I 3B S Y (Acute respiratory tract infec-
tion, ARD) J& JL B 8 i UL SRR L PR o F i S T2
AN (WHO) GEi T, A BREAR I ARTAE e A4 )L 28 =
K 1200 25N, WP TE G G 4 Bk B Y
6% " TEFRE,5 % LN JLEMMRAHCIET 4 T A L

®2 AEFRRBILNERRARKLEELS [(x+s),n(%) ]

Table 2 Clinical manifestations and laboratory examinations of different age children [ (x+s),n(%) ]
JH <6 A 6~<12 H 12~<24 H  24~<36 H  36~<60 H =60 H Bl iz PE
HBoV f il Ct 30.21+6.36  28.77+526  28.75+6.75 31.29+3.44  34.86+1.07  32.01+2.84 401 055
I ARTE R &4 1(25.0) 5(71.4) 17(94.4) 4(66.7) 1(33.3) 6(85.7)  34(75.0)
{1 (387C) 0(0.0) 1(14.3) 2(11.1) 0(0.0) 0(0.0) 1(14.3) 4(11.8) 1262 001
rh i (38-39C) 000.0) 1(14.3) 6(33.3) 000.0) 0(0.0) 1(14.3) 8(23.5) : ’
E(>39C) 1(25.0) 3(42.9) 9(50.0) 4(66.7) 1(33.3) 4(57.1)  22(64.7)
1% Ik 3(75.0) 5(71.4) 10(55.5) 4(66.7) 1(33.3) 3(429)  26(57.8) 263 081
Wi S5, 0(0.0) 2(28.6) 5(27.8) 1(16.7) 1(33.3) 1(14.3)  10(222) 220 0.89
- 7 R) e 1(25.0) 1(14.3) 5(27.8) 1(16.7) 0(0.0) 1(14.3) 9(20.0) 1.82 096
TR 1(25.0) 1(14.3) 2(11.1) 2(33.3) 1(33.3) 0(0.0) 7(15.6) 401 040
Ttk 0(0.0) 1(14.3) 2(11.1) 0(0.0) 0(0.0) 0(0.0) 3(6.7) 2.65 1.00
MK - 1(25.0) 1(14.3) 2(11.1) 0(0.0) 0(0.0) 1(14.3) 5(11.1) 2,05 0.87
s 0(0.0) 0(0.0) 2(11.1) 0(0.0) 0(0.0) 0(0.0) 2(4.4) 314 1.00
|78 0(0.0) 000.0) 0(0.0) 0(0.0) 1(33.3) 0(0.0) 1(2.2) 1432 0.07
WRAE ks e 4(100.0) 5(71.4) 11(61.1) 4(66.7) 3(100.0) 2(28.6) 20(64.4) 8.04 0.20
I W 5 % 3 3(75.0) 4(57.1) 13(72.2) 2(33.3) 3(100.0) 4(571)  29(64.4) 519 045
g 3(75.0) 4(57.1) 13(72.2) 2(33.3) 3(100.0) 4(571)  26(57.8) 214 086
Ji Bk AR fi 000.0) 1(14.3) 6(33.3) 4(66.7) 0(0.0) 5(71.4) 16(35.6) 16.03  0.00
S 5 KA WBC 3 2(50.0) 7(100.0) 12(66.7) 3(50.0) 2(66.7) 2(28.6) 28(622) 843 010
N(*100% ) 30.48+23.00 51.73+17.33 56.94+13.23 60.95+58.75 70.93+68.2  74.37+9.64
L(*100%) 56.58+22.59 38441620 33.86x13.23 30.62+14.03 23.63+3.63  15.89+6.96
MON (#100% ) 10.00£3.05  8.09+2.51 7.86£2.46  7.61%3.78  4.40+0.71 = 6.27%2.05
ALT By 1(25.0) 3(42.9) 7(38.9) 3(50.0) 0(0.0) 1(14.3) 15(33.3)  4.05 0.64
AST H15 1(25.0) 1(14.3) 0(0.0) 0(0.0) 0(0.0) 0(0.0) 2(4.4) 716 022
CRP H4 = 0(0.0) 2(28.6) 8(44.4) 0(0.0) 0(0.0) 5(71.4) 15(33.3) 1214  0.03
fEBERT ] () 8.75+1.09 7.14+2.95 8.28+3.13 7.83x1.07  6.60x1.25 5.71%1.75 879  0.12
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LTSI 124%™, SR, ARI A Hy 2 Fhf JE 4 5 |
A, AR AR AR A T I 2 M 5 A I A IR A5
D5 A, 140 ADV 48 RSV B i 58 5 H 3
HEEE DL , BT AR B R AR B B

ARGl X T, FE 45 B BHE
BILT, B2 Tl AN EEZR LS IR
X, HBoV PHPEEILEZLE P A 36 AL T, Hr
12~<24 H i 5 Fefil e i Iz S5 SR 5 T/ 595N
M FE 45 A — 3, FE A TG RAEAR ARAE 52
kA, DUR O R L, B | Tk R
I IR 3T 25 1 bR i 8 W5  WBC 1 i 119 A8 LR i
50% , 3 HAEARRIAE I B UL Z 0], R Bk A
iR (CRP 3 & i B R B Gt 2 7. 18
JE A BEE B L I PRA2 7 DA X 3R A5 1 i 4%
HOOL, RO AR S . ARBETE T A IR L A
ik 62.2% , i AH T N TR A IR Lt AR
TR H R R AT E S X REE AT R K
W7 B A0 G o TR B b LUR A SRR 1 L 4]
B, X 5 H B R 5T HRGE /) HBoV fie 5 1R A W 7%
TR ) 25 BN AR AT L IR AT R AZ 2R R 3R )
R, RIAHE 58 T USCBE A AR AR B[R] 5 5 H 2[R 4F 7
AR CH X RSV %5 H w3 = & B
e il A S R AR R AR B R 2
AR BHVEAR A5 & 20 BT, BOPE i I TR) B B T
HBoV FHM: 8 LIRS SR AL Y Lb i e 5 o

VAR, R Z 5T F W HBoV BRI AL AES
FL UM I S RE R 5 T AT R, 38 T BB I 1 I i
ArERAE A Yiil, 2 S 5EERN AR, Lind-
ner' " 2R SEARIE , HBoV 1] i S5 [ I 2k & A
) Th2 25 A FIAH AR % IR F- ; Khalfaoui " 58 A &
I, 7€ HBoV PR & il o3 5 Ml 45 4 A AR OC 1% 20
Jif R ¥ 36 35 1R s HBoV RETEZE I ies e | Bk 14
S HPARSIN 2], $E 78 HBoV 1] BEAE Ay Bl K 152 i i
TR AR 25 b I RN B AL HBoV A

A FEAEAE — 2 B R R, 1 ST AR 1 A
A W (] 25 B R, AT B 4 2k HBoV 8% % 1Y oy U g
W1, S RE S i 8 S X 4 AE AR R Y SRR L 45
A B B BH PR RR L A JER e R AE T B A7 7E I 2% o
W, AW I R I e e 1 SRR
NP PR OB, 5 AT REAS 40 PCR J7 7k R
TOHE R s PR R FRAE 2 W LB 40 1 L A R e R Y
{4 B 5 DL O AT BE S T HBoV iR A J8k s
{14 ] 1B

25 BTk, ARWFSE 563 T HBoV 1638 L HBIX 1)
R - B, 43 AT T AS [ 45 % B2 BH 14 AR L B4 I R Ay
fIE | A AR i DXL BE 2 P W S e A T i T
BLANFE , X HBoV 1 Bl iR #2417 — 2 19 BIg 4K
Wi o JESEAEIT o i — 2B U R BT 2 AT T 2
f)RE 7S RN 8L 38, #8 3F HBoV Y Wi A7 MR A, 58 3%
HBoV & 1 PCR HU A FE SEA I, 45 4 I ARAE AR
TEINAE AR A B HBoV [ 2 M IR YL 55519, R ik
PRA 500 T B 59697 B L B 4 1 1 5 Bl o

SE
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2 TRUBR DR B 9 KA T LR - 1 . B 2- Bl Bk R KT
P 5P I RER G &

FleL &> R v

[ E] B8 %702 BRI BN B LS DUKEE-1 (CN-1) | BT ERE H (B.-MG) /KF7E 1L
KHEEREM TR, FiE B 2018 4E 5 J T 2021 4E 7 7 2808 D T E R BB 2 TR FR % B5 9 H
82 B R W PR B AL, P B 2 RURE RS R A8 9 R R AL, 5 3 BT B e B ARG 30 44 1
I fRFEA . L# 3 4HHRH CN-1.B.-MG . U AR DAL M1 285 15 (HbALe) T2 MU 3 I 2 (MAGE) ]
B DI REFE AR [ IV WLETF (Scr) LB /RT3 (eGFR) R Z (1 HEME 3 (UAER) 7K, R FH Pearson A 56 7 4
Bror b7 % CN-1 . B-MG /K- 5 E DI RE R AH G . Z55R  — 4117 CN-1.Ser.B.-MG ,UAER \HbAlc,
MAGE 7K F Fv 85 « 1 FR 96 ' 096 40> 0 PR 6 4 > e B 4, 22 5 A Ge i 2+ B X (1=70.841, 35.324, 59.181,
365.869,51.807,40.803, P<0.05) ; Ifil & eGFR /K- LU #5 - {5 41 >4 Pros 4> M PR B 41, 25 57 it 2%
B Y (1=25.739, P<0.05) o 2 TRUMHE PRI B9 H2 25 1L CN-1.B-MG /K F 5 3 Scr . UAER /K2 A,
L) eGFR /K- A5G (P<0.05) . S5 2 UM PRI B 95 F 3 I 7% CN-1 . B-MG /K P ArfE =%, HILm
1# CN-1.B-MG /K V-5 J 5 B DR AEAEAH DG

[SEEER] 2 BUBIRMG 5 B 5 I LIKAE-1; B~k

Serum carnosinase-1 and (32 -microglobulin levels in patients with type 2 diabetic ne-
phropathy and their relationship with renal function

ZHOU Hongjun*, XU Shanshan, YANG Ming

(Department of Endocrinology, People’s Hospital of Lujiang County, Hefei, Anhui, China, 231500)

[ABSTRACT] Objective To investigate the levels of serum carnosinase-1 (CN-1) and B2-microglob-
ulin (B2-MG) in patients with type 2 diabetic nephropathy and their relationship with renal function. Methods
From May 2018 to July 2021, 82 patients with type 2 diabetic nephropathy in Lujiang County People’s Hospi-
tal of Anhui Province were selected as the diabetic nephropathy group, 48 patients with simple type 2 diabetes
were selected as the diabetes group, and 30 healthy subjects during the same period were selected as a healthy
group. The CN-1, B2-MG, blood glucose indexes [ glycated hemoglobin (HbAlc), mean blood glucose fluc-
tuation range (MAGE) |, renal function indexes [ serum creatinine (Scr), glomerular filtration rate (eGFR) ,
urinary protein excretion rate (UAER) ] level were compared. Pearson correlation analysis was used to analyze
the correlation between CN-1, 32-MG levels and renal function in patients. Results CN-1, Scr, 2-MG,
UAER, HbAlc, MAGE levels: diabetic nephropathy group > diabetic group > healthy group (r=70.841,
35.324, 59.181, 365.869, 51.807, 40.803 , P<0.05). eGFR level : healthy group > diabetic group > diabetic ne-
phropathy group (r=25.739, P<0.05). Serum CN-1 and 32-MG levels in patients with type 2 diabetic nephropa-
thy were positively correlated with Scr and UAER levels, and negatively correlated with eGFR levels ( P<
0.05). Conclusion Serum CN-1 and 32-MG levels were abnormal in patients with type 2 diabetic nephropa-
thy, and their serum CN-1 and $2-MG levels were correlated with renal function.

[KEY WORDS] Type 2 diabetes; Nephropathy ; Serum carnosinase-1; B2-microglobulin
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2 BUBE PR 1 00 48 O K AE 2 — 2 2 BUME IR
95 B, A — 0 LADR AR 1 Gk e OB DR /)N
BRI S T /R UE o T B R FRIE I ZR G AR
I YA OCHE B, 2 BOBE BRI B 04 L O A RN
g3 W T 1 8 R AE /N ek g 5 %R (Glomerular
filtration rate, eGFR) Wi Bl g b5 . 448 I, HEH
PRAE N RS2 W8 PR 5 1 1 B /N ER B I 45 51, 3
B bl bR AR 1 HE 5 PR 2 1 HE I (urinary albumin
excretion rate , UAER) #E 17374l o Bo- T ER 25 11 (Bo-
Microglobulin, B,-MG ) J& A 73+ 5t 8 it , & #AE
A Tl g T B NV D RE B AR AR AR (H A
DT VPA 2 BB DRI B R 00 B DO RE . UK —
A Z A AR R K, E S W R A B
BE 0 7 A ke OR OBl e SR Y e A2 e Y
2% I LK -1 (dipeptide carnosinase 1,
CN-1) /2 UK 1 5 A g, L5 2 OB PRI 1B s J8 35
B I RE R B F R A AT ATEE . AL
BB P E RS B 2 BUBE PR B A8 82 191 |
Bl 2 AURE BRI R 48 (1] AR RR ARG 30 1] 4320
5T, 4B 2 B DR 1B i 28 4 1T CN-1 . B.-MG
KBS BRI C R, BARIELNT .

1 M&REFE

1.1 RS

2018 4F- 5 H % 2021 4F 7 H % T H AR
= Bt 2 OB PRI 0 R8T 82 191 A Wl PR s e A4
P8 B 4l 2 FRUOBE PR PG H 48 B R R 4 L O
T ) 300 R B ARG 35 30 A M ME AL . 40 A KR
#E - OFF A ChE 2 BUBE R B 6 48 1 (2017 45
) ) R BR HERR IS R 2 RUBE R , 280 A 11 1R 4
T 336 4 ) 2570 8 h 5B ST 2 h TR A,
25 g Ifil B =126 mg/dL (7.0 mmol/L) ; @3 mg/g<2
IR 2R LI FESF- 34 (<30 me/g s @FE AL Il 2T
#H 1 (Glycated hemoglobin, HbAlc)=7%"" ; DAF#%
=18 % ; QA ARE G IS EZ R E . HEbR
Pt : O IF A 17 B G P 5 95 8 1MV 3R 4 9
I 5 QB 7™ B0 NG L4595 5 O P i 1R
FEf s @A M o AIR A A E s B3 = A H ek AR i
R W 22 sl fift P a2 e A 9 25 4 s © & 9T il
R ONINVIE- Y = R NS h R A P2
Wi —LUMFFERTGARRY M5 I BMI LR, 25 56
Goit & L (P>0.05) , b5 BRI B 21 -5 008 B s 21
s B 25 I ME (FPG) HL R, 2 R Gt 2# X

(P>0.05) . W31, ABFTEAE LA T E AR
P& e R~ fe B 2 A I fm i o

Rl BEH-MABLILE (vxs)

Table 1 Comparison of general data of each group (x+s)

L < BMI FPG
(%) 54 () (kg/m®)  ( mmol/L)

a0 n

BHIRIE
(SRR
BEURIGZH 48 62.57+8.27 21 27 6.19+2.16 23.21%7.33 7.89+1.76"
fEEREZH 30 59.25+9.54 18 12 24.82+6.85 5.29+1.38
F1i 1462 4921  0.972 0.842 39.386
Pia 0235  0.085 0.333 0.433 0.000

T SRR A, "P<0.05,

82 61.04+8.02 52 30 5.84%1.87 24.65+6.17 7.64x1.07"

1.2 Kk

KA WS R 2 I8 FRIK I 5 mL, 3 000 1/
min .0 3 min (B02E4 5 em) Ji B E 2 1T
55X 4 10 mL PR — & PR AF F-80CukAH
FEI o SR FH 1A e o0 15 Tl 5K 3 WA o i 6 5
ELISA {7 &5 ( L Fgie AE R AT FR 2 7)) e
I % CN-1 7KF, R FH 4 1 80 A 46 73 BT AUS800
(BECKMAN COULTER 7 &) ) I % 1f 35 AL #&F
(' serum creatinine , Scr) . B.-MG .UAER 7K, K H
5 2 4 R SO €3 43 B i i 4T HbALe Ml 7E .
eGFR i CKD-EPI A 5 it #. 5 th , CKD-EPI
2 B PE e GFR=144x(Scr/80) "% (0.993 )", 2
£ : eGFR=144x (Scr/62) "% (0.993) ", MR HE A 5%
X4 G E A T EARER(BMD A T aA
I B W (CGMS ) 72 h Al S 27 1fi 4 3% 2 i P
( Average blood sugar fluctuations , MAGE ) .
1.3 Gl )ik

% Rl SPSS Statistics 21 4t 1 2 %% {4 i 47 43
Bro THETERILL (x+s) R, R e K50 5 T80T
B n (%) R, R 7 K4 ; 22 20 1] L3R AR
R 225001, F8 b5 Z 18] 14 4 5 14 2R ] Pearson A
AT, LAAH 5& Z 50 r 7R W 58 Rk IE) 1) AH DG
P<0.05 #R2ZEF A5G E XL,

2 R

2.1 =21 CN-1.B-MG 5 i BEHEIR K F i

=% CN-1.B.-MG .HbAlc . MAGE /K- : 4 IR
9 B AL > W R >R A, 2 R B A SRR
X(P<0.05), W2,
2.2 “A'BEUIReEiR KT i

=21 eGFR 7K - . it 5 25 > 4 bR 9 26> Wi P o '
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Fz2 Z=ZHCN-1.8-MG 5 MtEEFRKFLLE (v+s)
Table 2 Comparison of CN-1,32-MG and blood glucose

index levels among the three groups (x +s)

g . CON-1 B.-MG HbAlc MAGE

(pg/l)  (pg/mL) (%) (mmol/L)

WHIRIE 0 2H 82 9.39+3.07° 0.59+0.22° 9.29+2.52" 4.04 +1.02"

BEIRIRAL 48 6.97+2.47° 0.35+0.07" 8.58+2.14" 3.57+1.69°

T 30 4.33£1.24 0.26+£0.04 4.56£1.03 1.74+0.47
F{H 70.841 59.181 51.807 40.803
PiE 0.000 0.000 0.000 0.000

T SRR HAR L P<0.05 ; SRR AL LR, 'P<0.05 6

WA, 22 5 B A Gi it o4 7 L (P<0.05) ; UAER | Scr
I < 8 B s A > W B 2 > R 2, 22 S 4 A
GiihaE R L (P<0.05), W3,
x3 ZHBIREIERKTERE (vxs)
Table 3 Comparison of renal function index levels among
three groups (x+s)

UAER eGFR

wy a0, S

(pmol/L) (mg/24h) [mL/(min-1.73 m*) ]
MEVRIG B R4H 82 83.52+9.86™ 36.33+8.14™ 70.21 +7.82"
BEIRIEZH 48 72.18+8.17° 11.52+2.17 78.85+9.85"
R fEH 30 69.79£9.42 9.43+1.39 82.04+10.05
F1H 35.324 365.869 25.739
P 0.000 0.000 0.000

TE : SRR LA, P<0.05; SRR AL LA ;" P<0.05.
2.3 2 BUBE KA R A LT CN-1.B.-MG 5
TIRE BIAH A B

Pearson AHICHE M HTAS i , 2 BRI B s i
HIMLIE CN-1,B.-MG /K5 ¥ Scr UAER /K- 1
IEAR, 5 eGFR K TS (P<0.05) o WA 4.

F4 2EUBERE SR B E ILE CN-1.8.-MG 5 B I)kEH
BxXtE
Table 4 Correlation of serum CN-1, 3,-MG and renal
function in patients with type 2 diabetic nephropathy

CN-1 B-MG
r{E P1H r{l P1H
Scr 0.266 0.016 0.276 0.012
eGFR —0.234 0.034 -0.237 0.032
UAER 0.267 0.015 0.253 0.022

3 itip

2 TR PR T 2 ol 3 AR ARSI 3R 5 1 A1
i 20 28 B ZR AT B 5 28 7 WA B I 5 | ) A1
P MU A RAAE 9 — 2GR o Hadlal, 2 7
Bl PR ADG B4 42 J AR FNBE T R B AR AR R R ™o 13
AR Z AL AT 2 M2l BRI G B B 2 Rl AE 1
AT PR , I 2k — 20 T 2 2y B Pt i £ 2 5
o 2 TRUBE PR B 1 D 2 O B B9 2 B

P RIEZ —, & BRI B 2R
o 2 BUBE RN B e 52 4 1) &R LR 5 BB 9T AR
X IRIXE . FHSCAIFFE 2 B, 2 UM R 1B 0 114 & A= il
5 ZRh R A ¢, A3 L3 20 ) 2= B ts bR
FRUFFERS AL 2 RUBHFRAS B AR T B
P4 AR, B A T2 W R YT X 2 B IR
i B R IS B OCE

WLRK 2 — B 2 e T A 80 i N R T =
[N N @SSR = NE N R R ) B S
Yy I A P 0 AR A R - KR R
RGAEVEH] I REFEARE /N 3K 6 41 i 78 2 e 5 1
JEFVE /INBRAE AL, B Ry S W DR ' e 1 R A
T WA, WU i 3 R AEUOR R A0 e i
{18 EF U B 52 B O AR R o R DR LA A Y
R 2 — & SRR o BE 7= A= 36 P 4R (reactive oxy-
gen species, ROS) , 1M LKA B T FE 4K ROS 7K F-,
AT 19 1] 7 W S0 B Ak 282K 7 ) (advanced glyca-
tion end products , AGEs) B JE LI /D i AL A K
- B (Ttransforming growth factor- B, GF-B) A9 ;=
Az, DT R 2 B8 DR A R ) RURS:
Zhou Z 55 R B GE W , Bl 5 W DR s B e 1) R A
FK R, v WURK 7 ot 2 Wi B A1, M3 CN-1 &% &
BT o X AT PO RO i 2H 1T CN-1
VR B e T B M PR 2E M R ZE R 45 SR ARAT . Utk
A AT B, A 2 TROBE FR s 5 s g i ft v,
1ML 7% CN-1 ¥R i i %5 Scr . UAER 7K 1 75 Lh &
eGFR 7K~V By B AR 3G hn , BP i CN-/KF 5 B
B D REAAAEAH S PE | iX 5 Rodriguez-Nifio A 551y
W as I —2, SR, Zhang S 55X =N & 2 Al
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Predictive value of serum uric acid, homocysteine levels and combined detection on the

occurrence of coronary heart disease in patients with essential hypertension

LI Yiru*, ZHENG Dan, HUANG Rong, LI Ting

(Department of Laboratory Medicine, Yinchuan Guolong Hospital, Ningxia Hui Autonomous Region, Ningx-
ia, Yinchuan, China, 750001 )

[ABSTRACT] Objective To investigate the predictive value of serum uric acid (UA) and homocys-
teine (Hcy) levels and their combination in the occurrence of coronary heart disease in patients with essential
hypertension. Methods According to the results of coronary angiography, 100 cases of primary hypertension
combined with coronary heart disease in Yinchuan Guolong Hospital from January 2019 to August 2021 were
collected, and another 100 cases of simple primary hypertension patients in our hospital during the same period
were selected as control study, which were respectively set as the coronary heart disease hypertension group
and the simple hypertension group. Fasting venous blood was collected from all patients to determine their se-
rum UA and Hcy concentrations, and the correlation was analyzed by multi-factor Logistic regression. The
working characteristic curve (ROC) of subjects was used to evaluate the levels of serum UA and Hcy and the
predictive value of the combination of the two tests on the occurrence of primary hypertensive coronary heart
disease. Results The levels of serum UA and Hcy in the CHD hypertension group were higher than those in
the simple hypertension group, and the difference was statistically significant (P<0.05). Multivariate Logistic
regression analysis showed that both blood UA and Hcy were independent risk factors for CHD in primary hy-
pertension (P<0.05). The area under the ROC curve of blood Hcy and UA levels predicting the occurrence of

coronary heart disease in patients with essential hypertension were 0.697 and 0.591 (P<0.05), and the area un-
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der the combined detection curve was the largest, which was 0.835 (P<0.05). Conclusion The risk of coro-

nary heart disease in patients with essential hypertension is closely related to the serum Hcy and UA levels. The

combined detection of the two is a good predictor of coronary heart disease, and this method is simple and fea-

sible, which can provide a reference basis for the early prevention and diagnosis of coronary heart disease in

patients with essential hypertension in combination with the practical clinical needs.

[KEY WORDS] Serum uric acid; Homocysteine ; Primary hypertension; Coronary heart disease
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R, &R B4 MFG-E8 KK F LB 41 (1=2.587, P<0.05) , T j#8 il C S I 2K 1]
(hs-CRP) F#E5 R 5L (PCT) . A4 R-6(IL-6) . 141 3 -8(IL-8) /K F- & APACHE Il P43 & T ICBUR AL, 22 5+
51278 X (1=11.333.4.689 .8.803 .5.645 .3.129, P $4]<0.05) ; Pearson A1 &3 4T iR , MFG-E8 7K - 5
R ST K L APACHE 11 3743 5 17 H 56 (P 349<0.05) , MEG-E8 %t ABP 4k /& Ji# J&1 B i 12 Wt ROC 1t 2%
T HIFL(AUC) H 0.661, 95% CI(0.556~0.765) , FUB B o 0.653, 55 5 5 0 0.735, IIfi A {H 4 88.23, #4518
MFG-E8 55 4 K 1745 B % X & , MFG-E8 /K V[ AR mT We A~ {2 i ABP 4k & JB J8 FR 1 kA=, O B —
SE TR 24k 2 9 S B8 AU T A F

[%$#i7] MFG-ES; MHUEMEIAR A 5 WA AU ; 95E T

Diagnostic value of mfg-e8 level in peripancreatic effusion secondary to acute biliary
pancreatitis

SONG Jiayu'*, YIN Shanhe', WEI Jie*, YANG Weifu'

(1. Department of General Surgery, Nanjing Meishan Hospital , Nanjing, Jiangsu, China, 210039;

2. Department of Clinical Laboratory , Nanjing Meishan Hospital, Nanjing, Jiangsu, China, 210039)

[ABSTRACT] Objective To investigate the effect of serum milk fat globule epidermal growth factor
8 level (MFG -E8) on peripancreatic fluid accumulation secondary to acute biliary pancreatitis (ABP).
Methods A total of 106 ABP patients admitted to Nanjing Meishan Hospital from January 2019 to November
2021 were selected as the study subjects, in which secondary peripancreatic effusion was scored as the effusion
group (n=34) and no secondary peripancreatic effusion was scored as the non-effusion group (n=34). The
MFG-E8, inflammatory factor levels, acute and chronic physiological health status (APACHE Il ) scores were
compared between the two groups, and the ROC curve was drawn to analyze the effect of MFG-ES8 on
peripancreatic effusion. Results The MFG-ES level in the effusion group was lower than that in the non-
effusion group (7=2.587, P<0.05) , while the levels of Hypersensitivity C - Reactive Protein (hs-CRP) ,
procalcitonin (PCT) , interleukin-6 (IL-6) , interleukin-8 (IL-8) and APACHE Il scores were higher than
those in the non-effusion group, with significant differences (+=11.333.4.689.8.803 ,5.645.3.129, P<0.05).
Pearson’s correlation analysis showed that MFG-E8 level was negatively correlated with the levels of the above
inflammatory factors and APACHE 11 score (P<0.05), and MFG-ES8 had a sensitivity of 0.653, a specificity
of 0.735, and a critical value of 88.23 with an area under the ROC curve (AUC) of 0.661, 95% CI (0.556~
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0.765) for the diagnosis of peripancreatic effusion secondary to ABP. Conclusions There is a close relationship

between MFG-E8 and inflammatory factors. The decrease of MFG-E8 level can promote the occurrence of

peripancreatic effusion secondary to ABP, and has a certain role in predicting the risk of secondary peripancreatic

effusion.

[KEY WORDS] MFG-ES8; Biliary pancreatitis ; Peripancreatic effusion ; Inflammatory factors
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Figure 1 ROC curve of MFG-E8 on volume aggregation of

peripancreatic fluid secondary to ABP
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Application and influencing factors of T-SPOT.TB test in lung cancer complicated with
pulmonary tuberculosis

FAN Yanbo', WANG Anbang', XIA Qing®, XU Lingling'*, WEI wei’

(1. Department of Oncology, Anhui Chest Hospital, Hefei, Anhui, China, 230000; 2. Department of Tuber-
culosis, Anhui Chest Hospital, Hefei, Anhui, China, 230000; 3. Ward 1, Department of Oncology, the
First Affiliated Hospital of Anhui Medical University , Hefei, Anhui, China, 230000)

[ABSTRACT] Objective To investigate the positive rate and influencing factors of tuberculosis T
cell spot test (T-SPOT.TB) in lung cancer patients with pulmonary tuberculosis. Methods A total of 286 pa-
tients with pulmonary lesions, including lung cancer complicated with pulmonary tuberculosis, pulmonary tu-
berculosis, and non-tuberculosis patients, who were admitted to Anhui Chest Hospital from July 2014 to June
2019 were collected. Three tests—T-SPOT.TB, serum tuberculosis antibody, and tuberculin test detection—
were used to explore their diagnostic value in lung cancer complicated with pulmonary tuberculosis, and to ana-
lyze the influence of age, gender and blood routine indicators on T-SPOT.TB. Results The positive rates of
T-SPOT.TB, serum tuberculosis antibody and tuberculin test in lung cancer combined with pulmonary tubercu-
losis and pulmonary tuberculosis were significantly higher than those in the non-tuberculous group (P<0.05).
There was no significant difference in the positive rate in the pulmonary tuberculosis group (P>0.05). The
T-SPOT.TB detection result was significantly negatively correlated with the absolute value of lymphocytes
(LYMPH#) (P<0.05). Conclusion T-SPOT.TB has high auxiliary value in the diagnosis of lung cancer
complicated with pulmonary tuberculosis, and LYMPH# has a significant impact on it.

[KEY WORDS] Lung cancer; Tuberculosis; TB infection t-cell spot test
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T-SPOT.TB S35 45 S HIW ' AR AP A 3¢ B
FL B B0 FI I = 2 R BREL B 0-5 1 HL (Bt 5
A BT E B ALY BE 8K - (&5 6 BRCAL B AR
) =675 HX AL R AN 6~10 1 H (BT A
ST B LI BE S0 =2x (45 6 BEFLBE 5 500 $2
AN B s ANFF A B3R A o ELBH M o 42 %o BR L AE &
RF ARG 45 SR A B
1.3.2  PPD I 45 R K

SR I AR PG, R FH BT AE 1y il b AT 58 BT 4
B3R, R A B 28 AT A2 ) (Purified Protein
Derivative of BCG, BCG-PPD)0.1mL, {ij/i 2 ] iz
VRS, 48~72 h P i S AR A 25 D) ) A 4
AR S AR mm B, P 3 E AR <5 mm S B PSS
S, =5 mm Jy B, Wm0t IR AE G A R K
TEL 359 Ry i B S
1.3.3  IMiF4i A

TEPEAR G K 2 2R 45 - 5 B R AR
F1 16 KDa4/i14(16 KDa) , 25 7B FF # £ 1 32 KDa
P (32 KDa) , JEBTRifA H &5 RETUA (LAM) , B
SEFHNRE R R 1 SO PR A A B
1.3.4 NLR Al PLR 3155 %

B R B8 A B i ARG IS 2R, I
JH it i RS 25 SR A vh MR 20 5 Uk L A e
(Neutrophils and lymphocytes ratio, NLR) . Ifil. /Mt 5
IREL 2 U {E (Platelets and lymphocytes ratio, PLR ) .
1.4 SEiteink

{71 SPSS 18.0 Ff AT e S 0 dr . THEEL
P n(%)Fom A7 Y Rg . HWFRAFEHFXT T-SPORT

IR i FH PR F Logistic [FIHFIZ A F- Logistic

BB 08T A P<0.05 ARG G0HERE L,

2 HFR

2.1 ImIKiZ W4

286 il T il R O 14491, 59 31 491,
/NG MR A9 R N A I 2 1)) A 0T I s A A
(L 50 2= 0012 43 BOFE 1R PH%E 21 1), B B 30 £41]) 51
18] 5 il 45 4% 20 119 151 CER ¥R Fr o iR G €2 B % 95 1],
21 3B R 8 ), R SR R BRI o ], dH 2L 21
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BHAE 7 61)) s AES5 4% 20 116 151 (40 45 il 5 Jmk e | ] Joi
PEIT 98 AUPER 2 i R4 )
2.2 —4HHM T-SPOT.TB 45 5%

ils 235 4% 41 5 Wil 9 & 5 il 45 4% 41 T-SPOT.TB FH
PER R 2R TSI E X (P>0.05) ,H =4
T-SPOT.TB FH M5 8 3 & T AR S A% 4, 22 5+
HET#RE L (P<0.05), W1,

£1 ZZAT-SPOT.TBIRIELER [n(%)]

Table 1 T-SPOT.TB test results of 3 group of patients [1(%) ]

2050 n FH 1 I
Jiti 58 45 I 235 % 4L 51 39(76.5) 12(23.5)
Jiti 25 4% 41 119 95(79.8) 24(20.2)
E|Sa AR 116 32(27.6) 84(72.4)
AL 74.49
Pl <0.001

2.3 4B PPD R4

il 225 4% 4155 il 98 6 91 il 45 4% 41 PPD BHPE S L
B ERIG I E X (P>0.05) , {H 40 PPD fH 1k
T T ARG AL, 22 R A SRR X (<
0.05), Wik2,

®2 ZHAPPDIHBER [n(%)]
Table 2 PPD test results of 3 group of patients [1n(%) ]

25 n BH 4 [S5k<s
Jii 9 A i 245 2% 21 51 30(58.8) 21(41.2)
Iy % 119 74(62.2) 45(37.8)
| A E 116 25(25.6) 91(74.4)
el 42.91
P <0.001

2.4 ZHBFH I TB-Ab Kl 25
Jifi 45 A% 20 5 it 5 DT Il 45 4% 411007 TB-Ab FH
PER 2 7 RG24 5 L (P>0.05) , 4L i
TB-Ab [HPER Y 85 TARSS R4, 2R A5
TR X (P<0.05), W3,
®3 AREBEZFME TB-Ab ZHER [n(%) ]
Table 3 Experimental results of serum TB-Ab in different

types of patients [ n(%) ]

251 n BH B4k
i d 45 I 25 4% 41 51 27(52.9) 24(47.1)
Jii 5 A% 41 119 67(56.3) 52(43.7)
B AR 116 28(24.1) 83(75.9)
2 1E 27.53
P <0.001

2.5 T-SPOT.TB Filll 45 5 iy . K 25 F 22 R R 45 21
Vi

L F Logistic [a] 945 58 75 {3k L 48 g 2
X} {8 (LYMPH#) %f T-SPOT H. £ fift B¢ fiE /1 (P<

0.05) , PR AW | 25 (WBC) | A 4
26 %5 {H (NEUT#) | L 218 (1 (HGB) | IfiL /M T4k
(PLT) .PLR fINLR, 2R L4114 X (P>0.05),
U 1, % 4. BB R K Logistic 8119 BA S it
R SCI R 2 AR Sy O AR £ il R (1) 17 ) 328 26 [
47 Z I F Logistic BT R, 25 R FE 0], X
I O 200 L 246 %oF {1 % T-SPOT ELA Al B 17, il 9 R %
H#1-1.814, P {H 4 0.016, % B1Z K ¥ 5 T-SPOT [H
PR R . RS,

1.0 7/
0.8 T /
0.6

E g4 ; !

0.2

7
f

0 02 04 06 08 10
1S

El1 LYMPH 3t T-SPOT BE14$i£ B i ROC i £k
Figure 1 LYMPH predict the working characteristic curve
of T-SPOT subjects

F4 BREF Logistic 113
Table 4 Single Factor Logistic Regression

Wi H Bfti  SE i Waldff df Sig Exp(B)
PER -16564 858232 —0.019 1 0985  0.000
AEW 0054 0046 1170 1 0242 1055
WBC -0.188 0114 -1.646 1 0100 0.829
LYMPH* -1814 0755 -2402 1 0016 0.163
NEUT*  -0.148 0127 -1.159 1 0246 0.863
HGB -0.006 0020 -0310 1 0757  0.994
PLT -0.006 0004 -1556 1 0120  0.994
PLR 0002 0003 0641 1 0522 1002
NLR 0080 0138 0583 1 0560 1083

#5 HEF Logistic B3
Table 5 Multifactorial Logistic Regression

it 5 B SE. Wald df Sig Exp(B)
LYMPH# -1.814 0755 5769 1 0.016 0.163
o 3505  1.071 10706 1  0.001 33277
3 iTfig

H T2 W0 Il 25 42 1) 4 b o 2 9 D2, (R0
FFIE 8 75 B g AR 2B IRV T B B, SR PR AT
PR RS B ], 2% FAIG, (LA H 3Ry, oIk
X531 TR BAE T R L S BRI, TR I R 2 B
Hhol R A A R E LAMET . HOAT A S 5 R
() A 5%, PDD IR0 I Rl FH )3z, 3l it &
Bl GPE I, ) LA 25 /ISR T, A TG v T
SR AT Y Bl TRE M)
AR, Ko N R R A2, 25 % 0
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i FE v, PPD 50 A7 76 B BH P 25, (o FLAE I PR iz
b3z 5| P BRI T TB-Ab &5 56 2% K, 52
PRAEEE  AFZ A T 15 5 22 e e DIRE B2, fe
PE TR 1o 1 S5 BE P R B, 7 R ) B 5 A
FEMIE B B e 5 | S e Dy e T R, FH
PERBAL, L8 AE TR, i 3 el 5 %
it 25 4% S5 3 12 W v 52 380 e B

R P B RION T 240 P U0 2 5 17 7 D 0k
G, 2Ry THE™ . T-SPOT.TB i i K 56 B¢
Iy FARZR A T A0, 007 2B A B S5 A
FFER o LA I 25 SR EN R 25 52 B R B T RS 1
S BUESAZIRTT A B E , B AR PN 45 A R
TR TR B, AR ST B R0 T 40 i 7 200 2k B, TR
T-SPOT.TB B ] FH 1 Bt 32 46 5 2 75 485 717 245 A
JEUBA At R FH TR W R T T L

it 5 Bl 4 A% 34 R VPR R e , HLIA R
T30 B B AR e, I K BT S A M i, s, 34
S N AN SIS, A AR AE B9 B R
UL, A WIS AR R S5 0 S i = AT Y
ORIy o I PR UL 43 F8 8 AR AR AS
T R Bk 32 0 R R 4 )] 5 M A A, LR T-SPOT.TB
AR Sy — 305 TG B B A A Bl B2 7, R AR S
W E 1T T-SPOT.TB X HLAfF 7% , £5 H &5 2% 41 Al it Jes
B I LER YL T-SPOT.TB # H B 3R Y5 7F 85% L)
1 SARTS A AL . HOR G SZ % B AR
AT

I EEL A0 A 8 L, 7R 235 4% 1 B e P o
R¥EE BN RIERBEER . B Z 84520
Jer TR SR A, LR P B I I 4 b Al B 7 iR
AR R SR AL AR -1, S R EL A
LA S fof THL 3R A 38 65 20 T T AR A, 3%
W T A A TR 28 I, BRI BR A5 A I bl
PR M AT 3 K 75 T AE RN, B BRI Ak
YER S FFMERE T, 24 JRy i e A g IR AR JER e i, Hom]
AT Z 20K 45 P9 B2 A0 M A 28 B YL, X A fR
(A9 SRR R A TR T 5% , 1T EL B 408 ) bk £ 400 i
PEVEA TR Ay B AR M PR T, i /MR TE e
PEPH TP EEEEAENYY, NLR PLR ZALIAEH
() G RBEVEAN T 07 , B S W 43 F 41 M R 119 2R3k
PUIE Z A FST 578 NLR \PLR 554N 5] 38 1: fifJgg 114 4
W K RAEPI[ I TG A, HFE RS R
7R AR S5 A% B R, T-SPOT K 25 5 5 7k 12
2 i 25 %F (52 F 1, 5 NLR  PLR & i AH 56 . i

AHIF 5% v bk O 20 H 6T T-SPOT A6 235 5 24 B b e
1 T4, 1 NLP PLR X} T-SPOT A&l 4% 56 i 3%
T, TR R AT R T BRI , ok
e AR fift FH) i 2 AR 40 e fi 3 PR 45 AR W TR 3R T
S ek e it o N i R S R Y I Y F e S O
I, % i e BB BE AL T I 45 4% sf, 40 T-SPOT.TB
LI B , RV 43 A 12 K8 285 R 2 48 L 265 XTI T 8 o) Az
IR e o ) 7 W (B3 1 A € S e o N L
A A TS

Zi E R, T-SPOT.TB % /b Z HLAR 25520,
FUA s e A AR 3 AR 75 - Il 5 4 £ 2 11 Al
B2 Wi . BAR IS A U O 400 i 55 ] e X A —
SE M (8 AT I PR L il S8 (LA I il
ZEARZIE X% H#EAT T-SPOT.TB ¥ , % 58 3 127
L W R BRAE T (ARG R R S5 HE

5% Sk

(1] Z=0, W .CTC AG WA B9 il i 52 e B % 183 o) vh
BESCIT]. PR AR R AR, 2020,48(5) :490-493.

(2] JAMAE, BIVLSE, 223% . T 40 B 6 106 5 35 BE s vk A2 R 7 i
P I I 25 % b i PR A SC [T )L S oo R SR AT
2017,34(1):15-16.

(3] EXEG, BREEL. WA A% 5 OF s 5 B Al il 45 4% 58 2 B9 1 IR
FRAE AN G 9 T e MO R LB A [T ). S A RE 2R
2021,36(12) :2001-2003.

[4]  Jaggi V, Dalal A, Ramesh BR, et al. Coexistence of allergic
rhinitis and asthma in Indian patients: The CAR AS survey
[J]. Lung India, 2019,36( 5): 411-416.

[5] T T AR RN AF . SRR T A0 B ST X AR
s R s W L) ). SRR B2 23K, 2021,25(16) :
18-21.

(6] ZAML, TU2, THE, % . TSPOT.TB Kl 25 e e 1112
Wrir(E [T ]. P R 2545, 2020,18(1) :164-165.

[7]  YanMA, Liu YH, Zhang ZG, et al. Interleukin 8 Gene Poly-
morphisms Are Not Associated with Tuberculosis Susceptibili-
ty in the Chinese Population[J]. Biomed Environm Sci Bes,
2016, 29(2) :158-161.

(8]  HETF, Dimax, B, 5. 45080 T 40 iR B sl I xd &
SEMEAZIIZ WA L], ST IR IRBE 252835, 2021, 2021,
25(16) : 18-21

(9]  XI#i, KM, x4, % . sPD-L1.TB-PPD } T-SPOT.TB
B R X BT 9 i 2 A% 12 B e i TR £ L0 ). I o e B
Jkidi, 2018,39(18) : 2320-2322.

[10]  PhF0e, sRITHT, b SCH 55 . y- T IR R B IR & e b
W) CA-125 7L PR S5 2 Wi i T (). A R 2
A7, 2019(8) :599-604.

(F#% 965 1)



BT SRYT 45 20224E6 ] 5144 #5641 T Mol Diagn Ther, June 2022, Vol. 14 No. 6 - 961

PUMA FEDRIAE 2 PERE £ 1 i B 638K - B 5 Hil
S A G

WA ITH A% EIAGE IRt

(# ZE] BHH IHESMESER s (AML) B3 PUMA SEHERIAKT 45 PUMA B£H 5 AML i
HEUGHIMICHE, ik EE20154F 1 A F 2016 4F 6 A ABEIGARY 100 1] AML & x4, R E
PRI ELAN I RS (ALL) S5 B BAR A 100 B % HRZH . SR FSER2€ )6 R B PCR KA 5% 4 421 B
PUMA SERFREIKT o 538t PUMA FERIZR K- 516 RIF AU AESCHE . Kaplan-Meier 4425341 PUMA 3£
5 AML UG AISEM:, 58 AML 4 PUMA LR FAPER B mRNA ek &KX IR, 2 R BB GIE R
S (P<0.05) . PUMA FEF 45 43 B BH 1 3R 1K 285 M2>M1>M5>M4>M6, 22 5 B A 4 112 3 L (P<0.05) .
PUMA 51443 mRNA 23550 M2>M1>M5>M4>M6, 24 T B A G52 L (P<0.05) , PUMA K:H &3
ik AML B G IR A PR E T PUMA JERR IR AML o 22 5 BA G247 L (P<0.05) , Fifii) 3 4E,
M1, M2 M4 M5 & M6 £-2#1 AML [ L7 % L 22 R RG24 8 L (P>0.05) , (H[F]— 25 %) AML B 3%
PUMA 3R m 3R A AE 3 0m T PUMA LR FRGA B3, 2 5 A GiiT24 78 L (P<0.05) . PUMA #3351
AML 7 OS T PUMA %3R35 AML (837, 22 5 A 2% 5 L (P<0.05) . PUMA FER E3RiA B 1Ak
I IREY B RFT PUMA SERLRGA B  ZR HA G242 L (P<0.05) (AfEINRIE L AE R EXEF T
GiilERE L(P>0.05), 4518 AML BE T PUMA KPR EGE, 5B E ) Py ROmMBUR A A G

[XEiF] ZAVEBER PN ; PUMA 3L 5 Kaplan-Meier 4%

The expression level of PUMA gene in patients with acute myeloid leukemia and Its
correlation with prognosis

LIN Zhangping', WANG Kehuan®, ZHAO Lian’, WANG Xiaohua', TAN Sanyang’*

(1. Department of Laboratory Medicine, Hainan Women and Children Medical Center, Haikou, Hainan,
China, 570206; 2. Department of Laboratory Medicine, Hainan General Hospital, Hainan Hospital Affiliated
to Hainan Medical College, Haikou, Hainan, China, 570311; 3. Department of Laboratory Medicine, the
First Affiliated Hospital of Hainan Medical College, Haikou, Hainan, China, 570102; 4. Department of
Gynecology , Hainan Women and Children Medical Center, Haikou, Hainan, China, 570706; 5. Department
of Laboratory Medicine , Haikou Maternal and Child Health Hospital , Haikou, Hainan, China, 570203)

[ABSTRACT] Objective To evaluate the expression level of p53 up - regulated modulator of
apoptosis (PUMA) gene in patients with acute myeloid leukemia (AML) , and to analyze the relationship
between PUMA gene and prognosis of patients with AML. Methods 100 patients with AML in our hospital
from June 2015 to January 2016 were selected. 100 cases of bone marrow specimens from patients with acute
lymphoblastic leukemia (ALL) were selected to the control group. The expression of PUMA gene in bone

marrow was detected by real-time fluorescence quantitative PCR. The correlation between PUMA gene and

AAFR B EGERESPCERXRAE FHRIE &[2021]75 %)
Wi L Ed Ak ILE RS T CHRBH, Ed, %7 570206
2.5 AAARER S G EFRWESHERERA, &S, %2 570311
B EFRE —WEERARA, &d, %2 570102
4. Bd b sILE EE P, Bd, B e 570706
5.0 d 8 O WA R AR A, e 570203
BAEAEH I =1, E-mail : tsy13647540266@163.com
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clinical efficacy was analyzed. The correlation between PUMA gene and prognosis of AML was analyzed by
Kaplan-Meier survival analysis. Results Compared to the control group, the positive rate of PUMA gene and
the expression levels of PUMA mRNA in the AML group were lower (P<0.05). The positive expression rates
of PUMA genotypes were: M2>M1>M5>M4>M6 (P<0.05). The mRNA of each type of PUMA was: M2>M1>
M5>M4>M6 (P<0.05). The clinical efficiency of high expression levels of PUMA gene was better than that of
AML patients with low PUMA gene expression (P<0.05). After 3 years of follow-up, there was no significant
difference in the survival rate of M1, M2, M4, M5 and M6 of AML patients (P>0.05), but the survival rate of
patients with high PUMA gene expression in the same type of AML was higher than that of patients with low
PUMA gene expression, the difference was statistically significant (P<0.05). The OS of AML patients with
high PUMA expression was better than that of AML patients with low PUMA expression, and the difference was
statistically significant (P<0.05). The infection and recurrence rates after chemotherapy in patients with high
PUMA gene expression were lower than those in patients with low PUMA gene expression, and the difference

was statistically significant (P<0.05), but there was no significant difference in the incidence of extramedullary

infiltration (P>0.05). Conclusions The low expression level of PUMA gene in the bone marrow of AML is is

associated with chemotherapy efficacy and prognosis.
[KEY WORDS]

2 PEBE & A I H4 (acute myeloid leukemia,
AML) /2 IV 2 508 UL A e g G e R
W ARY, HE, T AML B &AL i A B
i, Z 555 %, AML IGIRIGIF A LARLE AL 1L
IR ARG PRI & B AML B35 ) WS AETE R
KRERD, BEETAFERMFRTEA , AML kK4 SOk
A HE 5 2 5 R B DR A AR B K DG I, Horp
P53 I P T84 K 7 (p53 up-regulated modulator
of apoptosis, PUMA ) 37 % /5 B & . R,
PUMA J& T Bel-2 3 H 5%, 7 Z R IRk, 5
WM AT B IR, R4S B AML
TEN B Z R R G H CAIESE PUMA BEH & 3R
ik, BRI PUMA 2:H 5 AML 5B 1 Hi5 2 A (77 A
M R L PRAE . ASBFFEAR T PUMA BEH S
AML f8 35 T A9 AH S, LU R i R ) 3R 7
AML $2(5H ] BEIG TR A, Bt PR U .

1 AR

1.1 RS

YEHL 2015 4F 1 H % 2016 4F 6 H R4 H 4L
PR PGSR Y 100 620 2 i B E AT
LA, Hodh B 68 B, £ 32 B 5 AR A 14 (37.8+12.3)
%, RE AML B3 PUMA 3L 3k K430 24
WA ARFIR WA, 3L 76 ], PUMA LR F IR bR ifEN
24T<1.2; IR WA, 3 24 4, PUMA R 3235 4m
HESR 27290 >1.21 [R] 35 B2 A B 4 L 1 o
(acute lymphoblastic leukemia, ALL) H & 5 #EAr A
100 S %) BREH , 55 55 1], 22 45 1] 5 4F4% - 7 (40.3%

Acute myeloid leukemia; PUMA ; Kaplan-Meier curve

15.4) % o Wi B 9 90 A b if : DAML DA K ALL
WK IE WHO il 22 B9 200 1 0 5328 K2 Wiks i
(2016 4F )" ; QB B2 B~ o A | gt =X 4 M 2 A 0 45
HIER 2 W 5 )25 6135 R B ek i2, eI R
9 S5 DI PR GE R TE B o R AL 1) HE B s o
OB IO Jl FE S E IS DI REA 4 @A I
A W A Lt 2H 2L 8% R M R
@ BIHRIZ W o8 Sk L 240 B 1 s (M3) 5 DHF
SEIN B E KB AR IT JOB 15T bk
BRI R ORI SE 38 o 2 L ABRLEEA ARl A
J i 54 (body mass index , BMI) | 5 5 a2 i 1
FIGIRIN R 22 R4 it 22 3 L (P>0.05) . JIT
A ZIRE BB G R B AR S AR B (e 3
Z a2 E B R A G R .
1.2 AMLALIT &

AML 41 3 AR I8 40 U ] 430 - M1 25 ]
M2 37 {5 ,M4 15 {4 ,M5 18 {4 ,M6 5 il . AHF5E
Jir A AML i E AT 7 2235 0 5 = AAZ TR il + BT A
Mot (HA) 5%, Bl . HHT 2.5mg/(m™>D), 7 d, &
Jik i ¥ 5 Ara-c 150 mg/(m™=D), i 7 d, B k% 1 .
Ji i AML 85 2167 3 TR .
1.3 WA S

21 20 0 24 W . TRIzol 3457 (1 A Pl A= Wy Bk
F /A F]) 5 cDNA f 28t 1t PCR AT & (£ E
Sigma 3 7] ) ; PCR 514 (iR -7 A= ) T 7245 BR
O E)) s B E A 22 WA ( LI SEA T ) S AIRIR
B O ML (6 5 B S DA R A R F]) 5 ABI
7900PCR 4" #44% (7 7% DB BT I A FR A FD ) o
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1.4 oy B BE A% 4 i

I 86 5 S B A BT EE S B E A
JHL, I A £1 40 1 S5, AT IR 20 )5 & 10 min,
1 000 rpm ¥ & 20> 5 min, W & % , PBS ¥k %
UivE .
1.5 RNA $2HU% cDNA & A%

i B cDNA A i3t 1 65 130 BH 5 4 , 42 R

RNA J& % cDNA, —20°C 15425 /.
1.6 mRNA ik

Ll GAPDH fE N2, 4T PCR Y1 . [ Wi {4
FREMEBUR 20 wL, SO A : 95 CHiAE M 15 min;
94°C 30 s, 60C 30 s, 74C 30 s, 3 40 MEH ; 74T
FEM 5 min, ACPRAF . LI 2 2 7 PCR 45 54k
22 Fom. 5P,

&1 519F5
Table 1 Primer sequence
5k EE5IY B 1u1 751 4
PUMA 5'-ATAACCTACCAGCGCCGAATTCGGGACCA-3’ 5'- ACCACCGACTTGTGACA-3'

GAPDH 5'-TATTGACATTAGTTAAT-3'

5'-TTTAGAAGACTCC CTAGAGTA-3’

1.7 J7RCH

H 8 AML 2H 19 2 720 ;8 #4252 3 M7 Y7
JEIF RN 25 5 o Hirp AR 58 AML AR 7 197 250K
WikrifE R D5E 4 2% f# (complete remission, CR) :
TCAE AL SRR G B I A R T 2R B 5 i
ZLEE F1>90 g/L, A0 IE # 5, ook i A
JL, 1 /N AR >100X TO°/L 5 Ji 4 200 1o A L 303 200 B -5
T ) 20 FE A0 b (B3R B AR ) <5% , 1E H 2140 fifd
MEAN & ., Q#8452 f# (partial remission, PR) : IIfi
PR M8 B4 3 A T ) 1S8R 2 AT TH B
ANFF A CR AR ME 5 B B8 J5E 46 240 B R0 L 191 40 HE 48 A
<20% ., QIZ# (no remission, NR) : I I ML F1
B B8 7 TR AS e 15 2 CR B i H 7% Jis 4f 20 Ji Fn . B
LHELN >20% , ALHE TCRURFH -
1.8 VI

JiiA AML S5 B0 B Je T AR 7, Bl 17 7 2
R MR EIG BRI 12 8 R T, BE D5 )RR R 2
A BT SO I B IS 3 AR SR AR T, Bl T[]
8~36 A, ¥ (19.4+10.5) A
1.9 Gttt

i SPSS 21.0 B EATGE o3BT, A5 IEAS
A B R B TR DL (2 +5) 2, R LA ¢ K
¥ ; 4543 A 3] PUMA mRNA 23k i 55 R B A
RO 22500 LA LU BCR B LSD-1 K 3% o 7 PEBER}
KW n (%), KM @K% . &R Kaplan-Meier
B2 ] A A7 1 (overall survival, OS) {2k . P<
0.05 N ZRA G771 Lo

2 HR

2.1  PUMA R:HAE AML FAH X 335 7K S 19 i
AML H# PUMA &R FH P 54K F X iR 4H (P=

0.024) , AML B35 PUMA }: K] mRNA FiAELT
XTHRZH (P=0.013) , 2R A %2 L. WE 1,

0.36
1=2.500, P=0.013
0.34
0.32
0.30

0.28

PUMA H£ 5 mRNA %3k /KF-

1)

AML 41 X 20

E1 A PUMA BEREITRIEKFERLE

Figure 1 Comparison of the PUMA gene expression levels

between 2 groups

®2 PUMAEBETE AML &R fREKFLLE
[n(%),(xxs)]
Table 2 Comparison of the PUMA gene expression levels
among different types [n(%), (x+s) |

B n PUMA FEHRBHPER PUMA JEH mRNA FikK-
Ml 25 20(80.00) 0.23+0.03
M2 37 30(81.08) 0.27+0.02
M4 15 10(66.67) 0.1620.01
M5 18 14(77.78) 0.19+0.02
M6 5 3(60.00) 0.15+0.06

2.2 PUMAJ:HTE AML 45 W AU Hh 5k

PUMA & H [H P 3% 3K 28\ i 207 M2>
MI>M5>M4>M6, % 5 48 115 5 X (P=0.042) ,
PUMA % Hl mRNA 3= 35 2 55 % =5 205
M2>MI>M5>M4>M6, 2 57 A 4t 1T % & X (P=
0.038), W2,

2.3 AML ## 2 WHITRL H#%

PUMA H:[H B 215 AML 523 i 1If PR T 8% i 2%
T PUMA JERR ik AML i, 2 3 BA 40t
N (P=0.012), W3,

2.4 AJE PUMA F3kK-F-1) AML B3 AL b

Kaplan-Meier 4= 1773 Hr 3 W, BE VS 3 4F PUMA
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*3 AML BERE PUMA BEERiKK LA TTHIE
FREEE [n(%) ]
Table 3 Comparison of the effective indexes between 2

sub-groups in AML patients [n(%) |

W4 n 5E 4R i W KRR
BWRIATH 24 20(83.33)" 2(8.33) 2(8.33)
IR 4l 76 39(51.32)  27(35.53) 10(13.16)

1 5RFRA M, *P<0.05,

FZRIAR AML H35 OS {5 T PUMA k33519 AML
B EZRASIFE X (P=0.018), WK 2,

100 | ™Ry
=

~ 80 e —— PUMA ik 41
S . 98
i — PUMA ik 41

60 b
1

10 L

BitEER(

Log-rank £330 ( °=5.552, P=0.018)

0 5 10 15 20 25 30 35 40
EAFREE ()

B2 ARE PUMA RiEKFEH AML BEHEGFEST
Figure 2 The curves of OS of different PUMA gene

expression levels in AML patients by survival analysis

2.5 PUMA BERFIRFHG HXFR

M1 . M2 M4 M5 I M6 45251 AML & 4= 17
R ER LG 2¢ 7 L (P=0.157) , {H[5] — 27
AML B PUMA BN 5 R AW A A2 5 T PUMA
PR RIB B, ZRA 522 E L (P<0.05) .
W24,

x4 FBREPURE—EE PUMA BRAFRIZKEREH
AML BEFRLLER [n(%) ]
Table 4 Comparison of the prognosis among different types
of AML and between different PUMA gene expression levels
in the same type of AML [n(%) ]

v PUMA 3N EIE  PUMA ZER{RFR A

n H AR n JAEyEE:
M1 25 14(56.0) 6 4(66.7)" 21 10(47.6)
M2 37 23(622) 10 8(80.0)* 27 15(55.6)
M4 15 8(53.3) 3 2(66.7)* 12 6(50.0)
M5 18 10(55.6) 4 3(75.0)" 14 7(50.0)
M6 5 3(60.0) 1 1(100.0)* 4 2(50.0)

I 5 PUMA FERRERIAAH L, ©P<0.05,

PUMA JLH &5 361k AML B 5 AR 5T
PUMA RN FR L EBH , WEBEERARITFE
Y (P=0.016) ; PUMA F£[H 35 ik & 4L I7 I 2%
e (P=0.047) ARIT 5 2 K& & (P=0.007) LT
PUMA PR R B BE , WK ER A ST HE X
PUMA F:H 355 50K IA 1 AML B35 BESMN=
RAERKZER LG I#E L (P=0.191), W5,

£5 AML 2EARE PUMA EERIXKEHFSIEIR
bbgs [n(%) ]
Table 4 Comparison of the prognosis between different

PUMA gene expression levels [7(%) ]

W 2H n AEfEE TR Bk SN
BT 24 19(79.2)°  5(208)"  6(25.0)* 4(16.7)
EF£ILWH 76 39(51.3)  33(44.0) 43(56.6) 23(30.3)

0 SRR A, *P<0.05,
3 it

AML ¥ &R ML AR 2 2%, H AT 2 /04
75 96 5 TR O R A R TR A9 G 3 A 5 I S %
R VRIS SEAIL A o IV ot e 200 ) 1, 2 A 0 1
SERTT AR MR 1R O, R SR — RO G
SR H TR RS . d5 PUMA SERE N
— T A B T JR T 3 PR A2 B R AT i . K
HEWFICUESE , AR gl 2L £ 7E PUMA FE A
FEIR PR T R i R A R R R R,
N H it PUMA BRI, H PUMA 2:H 5
I8 200 i ) 3G B I AR RS L R OE ™. Yan 4§
SEH R, IR EFRA 41 PUMA 3R 3Rk FH
PERE T L BRI, 5 ORI YT S U0k
o Rl FEUIIERM, PUMA JEH mRNA 7£
AML B F TR K TXT I ARE, Obexer 25" W
FEHER RV T O 200 B s R B R
I PUMA Fih /KT Gei #2525 (5 B
PUMA Fih7K - 510G AEAEARDCHE

F T 2Pk R 20 A A I (M3) I IR IR YT
it 5 H A AML RS A7A7E 35 22 5%, itk M3
SN B A TIRSE BT, BRI 58 40 AT 58 X
S HEBE M3 B . AHFIESS SRR PUMA ZE R 7E
AML 4l K f i 2 e M TR, B 4 e
TSR A P A A B D AT e A 1 3
Bl o X —ZER SRR R — 80, [T S
IR, PUMA JERE N SRR SE R L IRk
RAEES AML kB &, E— s R e
7, AR AML R B8 35 N ) PUMA JE R B 2%
IRHDL S FHE ] mRNA Rk EHfFER R 2257, 32
FRANTE] AML WA 78 A0 [R) A7 25903897 I 7 s AE
225 BB PUMA K25 5546 06 (AR Tt —
ARG T LIIESE . AHEIT 45 R /8 PUMA 3K 7]
g5 AML FB 35 00T 24 ) SRR I A A A D | X
WA — L IRABT M. AR, PUMA



SFWRISIRTAGE 202246 H %5144 456 T Mol Diagn Ther, June 2022, Vol. 14 No. 6 - 965
%i‘%ﬁjﬁ%%'lﬁ'ﬁ{ﬂ( () éﬂf] H@ |‘i| m%gﬁ ﬂj}a [6]  Chen D, Ni HM, Wang L, et al. p53 up-regulated modulator
% ﬁ'—(f *H aé,l.i , T’f ﬂj UHIJ }%‘ % —ﬂj E ':F' Ziﬁﬁg H/‘J VE O.f apopto‘sis i1.1d'uctio.n me'diates acetaminophen-induced necro-
S AR ST R Kaplan-Meier He A7 S WE ;Tﬁzr_l;ill?l;/er injury in mice [J]. Hepatology, 2019, 69 (5) :
5,0 MLM2 M4 M5 B M6 25 KB AMLER (7] gy, JApesr, 29 . g SUl41401 BIM I PUMA 811
WU JC .35 22 5, (H2 X T Il — 28 8 AML 8 25 M 35 5 PR SO S LR (R 7 (0], P B2
= PUMA RN SR B FBUGILT PUMA 3 A . 2019, 31(9): 1380-1384.

N S e N N 8 Mahmoud AR, Ali FEM, Abd-Elhamid TH, et al. Coen-
ﬁE%%i;l% %L ’ }FH PUMA % = %%ljj E/‘JF)?H;@EQ zyme Q10 protects hepatocytes from ischemia reperfusion-in-
AML ‘%‘% 0s E—% ’ ﬁigiﬁg; PUMA %—%%\%ﬁ E]/‘J duced apoptosis and oxidative stress via regulation of Bax/Bcl-
AML f8 35 v B B 2/PUMA and Nrf-2/FOXO-3/Sirt-1 signaling pathways [J ].

2= iR, PUMA 3L HAE AML B3 5 86 % Tissue Cell, 2019, 60(1):1-13.
F23k ., 5 TS A E , PUMA E % AML (4 (9] ki, Xut4. ﬁfﬁﬁfﬁ%ﬁﬁét Ji HCT116 2 i )i 1 &% PU-
MA KIS LI ] IR ~E 247, 2016, 21(1) : 22-26.

BT R . (EARBFSE U A PUMA 3

[10] Tan S, Xu M, Ke B, et al. IL-6-driven FasL promotes NF-
j—JFﬂQX‘T 'ﬁﬁﬁ[ﬂ%. 'ﬂ‘ﬁﬂé ﬁﬁ%ﬁf’f—fﬁﬂ:ﬁ s kBp65/PUMA -mediated apoptosis in portal hypertensive gas-
X B EA E T B — IR AR R 7] tropathy [ J ]. Cell Death Dis, 2019, 10(10) : 748.

[11] Yan X, Su H. YMI155 down-regulates Survivin and induces
7,% % ﬁk P53 up-regulated modulator of apoptosis (PUMA ) -dependent
1] B S S S . MDM2 SR RNA 62 2 1 in oral squamous cell carcinoma cells [J]. Med Sci Monit,

‘ ® . ’ ‘ [ AR 2017, 23(13): 1963-1972.

s AR )RR RMGIRBX LI LRRFFIS 115) gy, 0, Wk, % . 9304 B EFS 3¢ PR Ko Wi

FHL), 2021,51(6) :473-478. L2016 1 1075 PUMA 35 P mRNA. 80335 B3I B
[2] &%, i, AHE, % . 24EMAH A 0AE L miR-126 [, S M4 2010, 4(6) : 843-848.

RIRAKESTGE L RWIRLT]. 4 Fi2 W S5iR97 220%, [13] ObexerP, Hagenbuchner J, Rupp M, et al. pl6INK4A sensitiz-

2020, 12(1): 108-112+122. es human leukemia cells to FAS - and glucocorticoid - induced
(3] Tack P, Bazi B, Vekemans B, et al. Investigation of (mi- apoptosis via induction of BBC3/Puma and repression of MCL1

cro-) meteoritic materials at the new hard X-ray imaging PU- and BCL2[J]. J Biol Chem, 2009, 284.(45) :30933-30940.

MA beamline for heritage sciences[J]. J Synchrotron Radiat, [14] Akhter R, Sanphui P, Das H, et al. The regulation of p53 up-

2019, 26(6): 2033-2039. regulated modulator of apoptosis by JNK/c-Jun pathway in -
[4] Huang Y, Liu N, Liu J, et al. Mutant p53 drives cancer che- amyloid-induced neuron death[J]. J Neurochem, 2015, 134

motherapy resistance due to loss of function on activating tran- (6): 1091-1103.

scription of PUMA(J]. Cell Cycle, 2019, 18(24) :3442-3455. [15] Lainey E, Wolfromm A, Marie N, et al. Azacytidine and er-
[5]  WBh. M2 Wr Sy sehn i (BB ) (M. db 5t . Bl lotinib exert synergistic effects against acute myeloid leukemia

s, 2018, 190. [J]. Oncogene, 2012, 10(22): 1038.

(4% 960 )
[11] Carreras FJ, Aranda CJ, Porcel D, et al. Expression of Glu- [15]  JEIARHE, BEVTR, 255% . T 40 N A IB6 T 8 BT A 15 A6 3697 Jili g

cose Transporters in the Prelaminar Region of the Optic - B IR B LT, M e R 5 R Y,

Nerve Head of the Pig as Determined by Immunolabeling and 2017,34(1) :15-16.

Tissue Culture[J]. Plos One, 2015, 10(6) : 1008-1009. [16]  Eak, RIFE, 220 R, 55 . /NN AR g 26 v ok 20 A Ik
[12] LuP, Chen X, Zhu LM, et al. Interferon-gamma release as- 2O LLAE S IE PR TG B A S R Z 08T [T ). PEEBEE 2%, 2016,

says for the diagnosis of tuberculosis: a systematic review 28(1):109-112.

and meta-analysis, Lung[J]. 2016,194(3) : 447-458. [17] Balta S, Aparci M, Ozturk C, et al. Mean platelet volume as
[13] JEMS, T=% , 75, %, S ESFHEEA one part of platelet function determining inflammation [J].

F BE Rv3388 il 6 R 5 B0 S A8 45 K BT VR K o i g Ann Saudi Med, 2016,36(3) :234.

M AE [T]. 2 B B K 222 ), 2015, 50 (10) : 1404- [18] Wiwanikit V. Neutrophil to lymphocyte ratio in allergic rhini-

1409. tis[J]. Eur Arch Otorhinolaryngol, 2016, 273(10) : 3443.
[14] Hwang SY, Kim JY, Lee HS, et al. Pulmonary Tuberculosis [19] H,HRE, #F . 4520800 T B R 5% 0% 12

and Risk of Lung Cancer: A Systematic Review and Meta-

Analysis[J]. J Clin Med, 2022,11(3) : 765-765.

W ) (LS A 2R T )
3469-3473.

CSEHIBEEE AR, 2018,34(20)



- 966 - NTEWEIEITAGE 20224E6 ] #5144 561 J Mol Diagn Ther, June 2022, Vol. 14 No. 6

. a
.’I,/a H e

A JE i MIR-143 . miR-33a 7K *F- 5 1Bz 9 i A Js PR
AR AR YY) R &

Ewm* EHK EEM

({8 ZE]1 B FiH4ME il miR-143  miR-33a /K - 55 5 I 968 1 B 95 B 4% AE b Ak 7 97 Ry 5%
FRo Ak HEH20194F 6 H % 2021 4F 11 A g 48 B B} R 2% 8 Jb o2 48 35 2 Be i 19 110 151 i bk 982
B AE R R eI A, AR RTS8 52 0 Al B AR T, O 3k IBUTR] ARG (8 e 3 50 44 4 R AR AL, o3 BT B e g
AN E I miR-143 . miR-33a 7K 5 Holm AR BLERAE AT IT R R . R bt 41 4ME i
miR-143 . miR-33a FIKIK-PAR THERR A, 22 5 A ST 52 X (1=26.615,28.662 , P<0.05) . 5 bt J i85 Fh
Jil 1. miR-143 . miR-33a & 35 7K ¥ 3 5 H TNM 43 B 9tk [0 45 5% B2 15 0 AH DG (1=3.175.2.379, 3.904 .
4.425,P<0.05) o B IbE s H A AR IT T R0 5 3 TNM 430 0 bk T 25 55 A8 1% 0 miR-143 K35 7KF- . miR-33a
F KKK (4=5.486 . 4.334 ,17.501 . 8.771, P<0.05) . Z K Z 43 B 45 1 /R , miR-143 F£ ik KT |
miR-33a 72 1K 7K - 349 02 JB5 e g £ 3 AR 97 T ARG S B i R 2 (P<0.05) . ROC i ZR 431 Wi, 40 E Il
miR-143 , miR-33a 7K 5 A i I 155 B 9 1L 97 97 8% A9 AUC 7 0.894, U BE R 87.50% , 5 57 h7 85.48%
(P<0.05). %518 B 3 40 I miR-143 . miR-33a 22 3Kk 7K 15 1 TNM 43 3 94k U0 45 6 B8 15 10 B
B B AT Y RO DA G

[X#3] miR-143; miR-33a; B ; G R ERRAE ; (LITIT AL

Relationship between peripheral miR-143 and mir-33a levels and clinicopathological char-
acteristics of bladder cancer and the efficacy of chemotherapy

WANG Lili*, CUI Yanxin, CUI Huasuo

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

[ABSTRACT] Objective To investigate the relationship between peripheral miR-143 and mir-33a lev-
els and clinicopathological characteristics of bladder cancer and chemotherapeutic efficacy. Methods A total
of 110 bladder cancer patients, who were treated in Beijing Shistan Hospital, Capital Medical University, from
June 2019 to November 2021, were selected as the bladder cancer group, all of whom received neoadjuvant
chemotherapy preoperatively, and another 50 healthy patients who were examined during the same period were
selected as the healthy group, to analyze the relationship between peripheral miR-143 and mir-33a levels and
their clinicopathological characteristics and chemotherapeutic efficacy in bladder cancer patients. Results Pe-
ripheral miR - 143 and mir-33a expression levels were lower in the bladder cancer group than in the healthy
group (1=26.615, 28.662, P<0.05). The expression levels of miR-143 and mir-33a in the peripheral blood of
bladder cancer patients were correlated with their TNM stage and lymph node metastasis status (7=3.175,
2.379, 3.904,4.425, P<0.05). The efficacy of chemotherapy in bladder cancer patients was correlated with the
TNM stage, lymph node metastasis status, miR-143 expression level, and mir-33a expression level (°=5.486 .
4.334.17.501, 8.771, P<0.05). The results of multivariate analysis showed that the levels of miR - 143 and

miR33a were the main influencing factors for the efficacy of chemotherapy in bladder cancer patients (P<

A AR B B R EEA LR (2020YFC2005404 )
A A5 B AR E A K R LR B e B R sk RSN, LR 100038
*iBAZAEH : Z W W, E-mail : wanglili@bjsjth.cn
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0.05). ROC curve analysis showed that the combination of peripheral miR - 143 and mir-33a levels predicted

bladder cancer chemotherapeutic efficacy with an AUC of 0.894, a sensitivity of 87.50% and a specificity of

85.48%. Conclusion The expression levels of peripheral miR-143 and mir-33a in bladder cancer patients were

closely related to their TNM stage, lymph node metastasis status and the efficacy of neoadjuvant chemotherapy.

[KEY WORDS]
py efficacy

AR SR B A i IR A A T Oy X ek
AR A IR AR IR T R R TR B
i A2 I R 2 R A v o DL %) S P PR = — , LR
e O R A AR HG e A= A0 AR B ST 3 S AR L
JEFNWLZ B Ve I e, Je B AR B Ty e
HE R TR 22 o R PR o L2 R i P I
ot g 22 R P ARG TS S AT IR T T % . U
RNAs (microRNAs, miRNAs) /& 21~25 M H R
ISR i BS RNAs i IE i 155 e s 58 5 K Iy
Z T miRNAs 387KV SIAEAE 5 0, HR & A
RIERTREAEE B VIBER . W5k B miR-143 7F
g e v AR A, HAA I AR Al aE i B AR
4 B SN 5 T SR S A R A0 B A AR
I3 b, TE 9P 59 40 L b & 3%/ RNA-33a (mi-
croRNA-33a, miR-33a) [ 55 F ik H O, Hn g H
A P R 20 i B RN A RS B 1, AT J00 ] e
TR R R S AR 5 ) B IO g AR A A Il
miR-143 . miR-33a % 1k 7K -5 lfa PR B AE 221 T
WS I S APF RN G R . BHRE I o

1 ARSI

1.1 — R

PEHL 2019 4 6 H %= 2021 4 11 A HHBE R K
2 B I At 2 4 B2 BE USRI 110 1910 8% e g A
VE b % I gz 41, A bR i - OFF A L2 12 1 1 s
IO 98 432 WA i, I 200 B2 Wi 12 R i P I
g s @ ABERT A TCA MR AR 5 QI R TR 2
s @R YT . OB 85K R AN [
o HEBRbRAE : OF I HADE MR ; @G
SRR WE R B O I B RN
Ho Hoh BRI, 5B 62 B, 4 48 ], AR -1 4
1% (44.37£8.45) % , . Jy BEHURINAR RS @ e 50 44
VE A FE 4, Hodh 5B 28 ], 4 22 ], 4F I8 SF 1
(44.86+8.80) % . WAL AR I8 e Bt H A, 22 5%
TG it2E 8 X (P>0.05) . ASLIR 20 BE B AS P2 B
2ot

miR-143; miR-33a; Bladder cancer ; Clinicopathological characteristics ; Chemothera-

1.2 Wk
121 fbIrm%E

FIT A 5% IO g RE 2 340 R A il B Ak 9T R TR
J7 o TSR « FUR B E (] 2R = T 25 A BR 2
H), [E 25 i 7 H44024172, 500 mg/m®) , % 3 L A
C LU AR 7 I AR 25 0k By A BR 2 W), [ 2 o
H20184161,100 mg/m*) . FRBEENE (7 7106 1 245l
Bt A5 BR A W, [ 251 H20084627, 500 mg/m’) ,
21 KA 1VIFRE, — 497, 74 s 14 d
X VAR AT TR
1.2.2 4N I miR-143 £ miR-33a FEk /KA

KEAEFPKIM 5 m L, 6 000 r/min &> 30
min, B.0FE 8 12 em, I8 FE® A T 1l miR-
143 Fl miR-33a Filll . R FH & RNA 4 HUA50 & (A
R E A RA R $2 U RNA, [ 53307
&M EYWERARAF) RN c
DNA, #17 RT-q PCR ¥4 . mi R-143 L5147 :
5' - TGAGATGAAGCACTGT-3' , F oI ¥ .5 -
ACATCGACTGTAGCATA-3',mi R-33a 5|4 .
5'-GGTTAGATCTTGCTCCAGCCGTTTG-3', F iiff
514 :5'-GTAAAGCTTGCCCTCCTGTTTCCTG-3',
SR Z 10 wL SYBR Green [ Master.1.0 uL 514 .
2 uL DNA %4 .8.5 pL. RNase-Free H.O; 2 v 5514«
95CHIALNE 30 5,.95CAEM: 55.60TiR k 35 5, 72CHE
i 30 s, FEH 40 I, NS HFEPE Uo, U6 5]
¥.5'- CTTCAATCAGATA GCCAGCAT-3', i3]
¥).5-AGCCAGTTCGTTGTGAGATAAC-3',,

SN 45 5 A5 3 45 [ WA Cr, 209k 5 i
miR-143 Fl miR-33a FHX} #3155,
1.3 AIPIT Rl

K FH 52498 97 R8T B A i (RECISTL.0) X
B B I PR B AT IR, A o e
2% fi# ( Complete response , CR) | ¥ 43 2% fi# ( partial
response , PR) . fi 15 F2 5 (stable disease, SD) ¥4
i J& ( progressive disease, PD) , H: AL 750 R B
U/ CR+PR
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1.4 Gt

fii FH SPSS 24.0 X A58 () £ 4l iE 1 T b 3
FHEPEORH (R +s) PEATAL R, R A ¢ K56, THE070RHA
n(%)Fm KR K5, DL ROC M A fbyryr
B, P<0.05 HERA LR L,

2 #R

2.1 WZHAMA I miR-143 \miR-33a F3A7K P HeAE
55 1t 45 21 &b J Ifl miR-143 . miR-33a 2 ik 7K
T EE TR, 25 A TR T L (P<0.05) .
W1,
F®1 FHASMEM miR-143.miR-33a RiXKFAILLEE (x+s)
Table 1 Comparison of peripheral miR-143 and mir-33a

expression levels between the two groups (x+s)

215 n miR-143 miR-33a
T e i 4 110 0.20+0.06 8.59+2.64
Fads il 50 1.04+0.32 26.85+5.43
18 26.615 28.662
P{E <0.001 <0.001

2.2 JEEREIE H AR I miR-143 . miR-33a ik K
-5 LI P BERAE 1Y 56 2R

i e 5 R I miR- 143 257K - 5 e e
BB TNM 43 ) L ik 4 5% B8 1 0 A o6 (P<
0.05) . B bEseE B & AN E I mi R-33a 26355 B2 be
BB TNM 4 1 L bk B 5 5 B8 1 0 A OC (P<
0.05), W2,

2.3 B BB AT A I B R 2R A B A

DL miR-143 &35 7KV 197 ¥4 (0.20 ) ¥ 155 b
P B AT A = T E R A miR-143 15 3R 6A
H KT A M miR-143 ik #3420 . L) miR-
33a F IR K24 ME(8.59 ) K5 s e g R 3 A 740
4, & TP B miR-33a & k41, X T8
{E 1} miR-33a L3R4 .

55 e 98 KB E AT T A4 5 H TNML 3-8k 12
ZEREFLIE I miR-143 F ik /K F  miR-33a 1A /KF
A (P<0.05), WLF3,

2.4 B B E AT R 2 R A b

ZHZ MR BR , miR-143 £k K F  .miR
-33a PRIk K-35 52 5 e g BB AR TT YT R R B
WP 2 (P<0.05), W4,

2.5 JrEa AT

110 5% e g 8 24k e, e Ay 3 R— T
R 8 ), A7 SR — i 54 1], A I BOR R 48 1],
A7 R0 BT % 43.64% (48/110) . ROC 2k 4%

£2 FEEBEBEESNE M miR-143 .miR-33a RixKFES
HiGRFBEBFFENRXER (vxs)
Table 1 the expression of miR-143 and miR-33a in
peripheral blood of patients with bladder cancer and their

relationship with clinicopathological characteristics (x+s)

i H n miR-143 miR-33a
5 3B 62 0.19+0.07 8.76+2.84
& 48 0.21+0.06 8.43+2.46
18 1.580 0.640
P{H 0.117 0.523
AR <50 47 0.21+0.06 8.82+2.96
=50 63 0.19+0.07 7.93+2.39
18 1.574 1.744
Py 0.118 0.084
iy K it L 63 0.19+0.06 8.20+2.47
E7 3 42 0.21+0.07 8.82+2.79
1 1.893 1.040
Py 0.114 0.301
TNM 431 T2 69 0.22+0.06 9.95+3.08
T3~T4 41 0.18+0.07 6.28+1.87
1 3.175 3.904
P1a 0.002 <0.001
AL %54k 56 0.19+0.06 8.32+2.83
horik 28 0.21£0.07 8.62+2.39
otk 26 0.22+0.06 8.81+2.43
F1a 2.326 0.339
P1H 0.103 0.713
WL ZE RS 1 L = 49 0.19+0.06 7.39+2.08
w 61 0.22+0.07 0.87+3.45
18 2.379 4.425
P1E 0.019 <0.001

x3 BRERELTTINNERRSINER (2(%)]
Table 2 single factor analysis of chemotherapy efficacy in

patients with bladder cancer [1n(%) ]
IFRCR S Pl

iRl n

R

T % 62  26(41.94) 0.167 0.683
& 48 22(45.83)

AR <50 47 23(4894) 0937 0.333
=50 63 25(39.68)

Jilogga Kt kil 3 68  31(45.59) 0276 0.599
ES. 3 42 17(40.48)

TNM 431 T2 69  36(52.17) 5486 0.019
T3~T4 41 12(29.27)

AR %51k 56 22(39.29) 0959 0.619
ok 28 14(50.00)
=k 26 12(46.15)

RELZE RSN 2 49  16(32.65) 4.334 0.037
G 61  32(52.46)

miR-143 FikKF RFIA 57  14(24.56) 17.501 <0.001
Ik 53 34(64.15)

miR-33a FIKKF  fEFA 52 15(28.85) 8.771 0.003
[oESe 58  33(56.90)

Mr i s, A Il miR-143 . miR-33a 7K B4 5 iz
IS A7 2 AUC 4 0.894., BIURKE H7 0.875, i
SR 0855, WK1,
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F4 BRERENTTHHESEESN
Table 4 multivariate analysis of chemotherapy efficacy in

patients with bladder cancer

PSS B SEff ‘j;a{lg ORMH 95%CI Pt
TNM 431

T2 1.000

T3~T4 -0.4580.237 3.735 0.633 0.398~1.007 0.053
W ZEFE RS L

& 1.000

& 0.532 0.285 3.484 1.702 0.974~2.976 0.062
miR-143 FiE/KF-

K32k 1.000

[ S 0.968 0.272 12.665 2.633 1.545~4.487 <0.001
miR-33a F ik /K-

K=k 1.000

[ S 0.874 0.257 11.565 2.397 1.448~3.966 0.001

1.0
Hj = 5-HT+TNF-a+IL-6

0.8 .
0.6 ~ TNF-a
£ 0. j
# IL () v
o4 - Referenceline

02

0 02 04 06 08 10
1-F 5Pk

B 1 SRR 7 R A ROC # 2k
Figure 1 ROC curve for prediction of chemotherapy

efficacy in bladder cancer
3 it
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et L (P<0.05) . HEAE T4 414 NLRP3 .ASC . Caspase-1 5 IL-18 . IL-18 5 TE A5 (P<0.05) ; FAE i 46
ZH Ff NLRP3 75 61k f8. 3 1) WBC . hs-CRP . PCT . PaCO, /K -7 F NLRP3 K # 15 e, PaO, /K- & 28d B -
ARG T NLRP3 AR IR B, 25 7 A Geit 2% 1 L (P<0.05) . pH {H 5 NLRP3 {IR3Rik B3 LA 22 R T
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Changes and clinical significance of peripheral blood NLRP3 inflammasome expression
in patients with severe pneumonia

LIU Yanhui'*, FAN Yonghui', WANG Jianwen®

(1. General Hospital of Pingmei Shenma Medical Group, Pingdingshan, Henan, China, 467000; 2. EICU,
Emergency Department, General Hospital of Pingmei Shenma Medical Group, Pingdingshan, Henan, China,
467000)]

[ABSTRACT] Objective To study the changes and clinical significance of Nod-like Receptor, Pyrin
Domain Containing 3 (NLRP3) inflammasome in peripheral blood of patients with severe pneumonia. Meth-
ods 72 patients with severe pneumonia and 86 patients with common pneumonia treated in our hospital from
January 2018 to December 2021 were selected as the severe pneumonia group and the common pneumonia group
respectively. Another 105 healthy volunteers who underwent physical examination in the same period were taken
as the control group. The mRNA expression levels of NLRP3, Apoptosis-associated Speck-like Protein Contain-
ing a CARD (ASC), cysteinyl aspartate specific proteinase-1(Caspase-1) in peripheral blood and the contents of
interleukin (IL)-1@, IL-18 in serum and laboratory indicators white blood cell count (WBC) , high-sensitivity
C-reactive protein (hs-CRP), procalcitonin (PCT), arterial blood pH value, arterial blood oxygen partial pres-
sure (PaO2) , and arterial blood carbon dioxide partial pressure (PaCO2) were detected. The prognosis of pa-

tients with severe pneumonia was evaluated by 28 day survival. Results The comparison of mRNA expression

EAMA b AEEREF R AE A (Z-2017-24-2028-32)
Ve Sds 1 FHAY L BT EREER, 7T, -F .0 467000
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*BATAE 2 2 4%, E-mail : 15836906357@163.com



BT SRYT 45 20224E6 ] 5144 #5641 T Mol Diagn Ther, June 2022, Vol. 14 No. 6 - 971 -

levels of NLRP3, ASC and caspase-1 in peripheral blood and the contents of IL-13, IL-18 in serum among three

groups: severe pneumonia group > common pneumonia group > control group (P<0.05). NLRP3, ASC, cas-

pase-1 were positively correlated with IL-13, IL-18 in the severe pneumonia group. In severe pneumonia group,
the levels of WBC, hs-CRP, PCT and PaCO:; in patients with high expression of NLRP3 were higher than those

in patients with low expression of NLRP3, the level of PaO2 and 28 day cumulative survival rate were lower

than those in patients with low expression of NLRP3 (P<0.05) , the pH value had no significant difference with

patients with low expression of NLRP3 (P>0.05). Conclusion The high expression of NLRP3 inflammasome

in peripheral blood is related to the aggravation and poor prognosis of severe pneumonia.

[KEY WORDS]
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Domain Containing 3, NLRP3) % i /MAC 2 8 5 98 i
S BB, BTN 52 /& NLRP3 T4
5 B 5 RE R H (Apoptosis-asociated Speck-like Pro-
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fifi {441 % (interleukin, IL)-18 . IL-18 AT IAZ R 2
AR ST ) AR, 1T 9 S I G T
FBLTE o ASHFFORS LA NLRP3 S AE/IMA VA
A7 EAE Il A %) 43 A, BRI 5 FRE il 4 S8 35 A1 JE o
NLRP3 RAE/NMEFIA AT 1AL Sl R o

1 X&5FHE
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B 55 1] Lk 3141, A T 14 (48.81+9.55) %
X HRZH B 57 1] Lok 48 9], AR I -1 (46.11+
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23] ) %t cDNA H1 [ NLRP3 ,ASC ., Caspase-1 317
P AE it PCR Kz, 42 B3 50) 6 Ui B 15 il & PCR
R AR &, 7E 9¢ 6 5 it PCR {5 NLRP3 , ASC,
Caspase-1 .B-actin #£17 PCR ¥ 14 , 15 31| Iz i G R
2 K S5 (C) , LA B-actin KN 2, #it IR = 28
114 NLRP3 ,ASC ,Caspase-1 ) mRNA F ik 7K,
1.3 IfiL¥F IL-1B IL-18 15 Al A6

NP S B i 48 2L R 308 i 246 £ FB 5 () A1 )
FIDK I 3~5 mlL , A s EROGT IR 20 75 B 1 o0 ) e ik
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ML BTAL (56 [ % 8+, AU . OPTI CCA-TS ) ¥
T pH {8 . 3l bk ifiL %2043 1 (PaO,) . 3l bk if — & fk ik
43 JE (PaCO,)
1.5 FilJa i rEAl

R ABE G 28 d B A AEA5 LA T
1.6 Stk

K FH SPSS 21.0 B4 -1 T 5 dm e it 534, 1o
TERILL (R s) o, 41 0] FL R L 2 2257
BT, T 4 1) BL 5 SR A ST R AR ¢ K 56 5 28 d BRUE
FERH K-M 2271, >R H log rank #5565 . P<0.05
h2ERE G R

2 #R

2.1 #5415 E I NLRP3 . ASC ., Caspase-1 mRNA
FIRIKF- I L

=4 4MNA Il NLRP3 .ASC ., Caspase-1 ) mRNA
TR KT, 225 A 4112 2 L (P<0.05)
NLRP3 ,ASC , Caspase-1 mRNA 7%3k 7K Y- f1) 22 2 ]
Fb 3¢« FERE il R 21 >3 il R > X IR AL, 2 7
Giiter i L (P<0.05), W1,

F£1 FYLEAMNE L NLRP3 \ASC . Caspase-1 mRNA 357K
TP LEE( % +s)
Tablel Comparison of NLRP3, ASC and caspase-1 mRNA

expression levels in peripheral blood among groups

4151 n NLRP3 ASC Caspase-1
AR R AL 72 1.35+0.27°  1.38+0.32%  1.29+0.29®
A RA 86 1.14+0.24° 1.19+0.25° 1.17+0.19°

X 2 105 1.00+0.16 1.00+0.18 1.00£0.19

F1H 17.509 20.859 13.485

P1E 0.000 0.000 0.000

TE - 5T, HeAs, *P<0.05 5 53838 il 98 21 FL 558, PP<0.05,

2.2 4hJE M NLRP3 , ASC , Caspase-1 X 3 i fifi &
FIVEAE M 58 1) S0 A0
H1JE 1. NLRP3 . ASC . Caspase-1 &3k /K F-45 47
FA RE A1) 10 i R PN FAE A A2 . WLER 2 18T 1.
% 2 4MAEM NLRP3,ASC. Caspase-1 ¥ 4 7l I 18 B 4 F0
EERT KB ROC B2 53 #
Table 2 ROC curve analysis of NLRP3, ASC and caspase-1
levels in peripheral blood in differentiating common

pneumonia from severe pneumonia

RYUE Fr5E

i&tr AUC  95% CI i (%) (%) P{E
NLRP3 0.734 0.654-0.814 1.328 59.15 79.07 <0.001
ASC  0.676 0.592-0.761 1.329 5634  70.93 <0.001
Caspase-1 0.633 0.541-0.724 1307 50.70  79.07  0.004

R E %
RIYIE %

100 7 NLRP3 1007 AsC 100 7 Caspase-1
o 75 o 75 e T
P oo
50 5 50 50
&= = c
w25 X 25 X 25

0 25 50 75 100 0 25 50 75 100 0 25 50 75 100
Fr5rtt%e FESHAE% FESHE%

B 1 5MEI NLRP3,ASC . Caspase-1 T % Fl| & 18 fiti 5¢ FA
B iE A 2 9 ROC B 2%
ROC curve of NLRP3, ASC and caspase-1 levels

in peripheral blood in differentiating common pneumonia

Figure 1

from severe pneumonia

2.3 FYLMH IL-18 . IL-18 & i A g
I IL-18 IL-18 & i LA, 2 R A 4
FHF R X (P<0.05) 5 I 35 IL-1B IL-18 75 ik (Y £ 41
() b A - B R il 48 21 > 3 fili % 4> A 22 R
Giite#E X (P<0.05), W3,
Fx3 ZHEMBFIL-1B.IL- 18 E=MELE (v £5)
Table 3 Comparison of serum IL-13, IL-18 contents

among groups (x+s)

205 n IL-18 (ng/mL) IL-18(ng/mL)
TEAE i 98 41 72 7.61%1.15" 9.59+1.03*
3 fit 9 20 86 4.71+0.84" 7.79+1.25"

X HE 21 105 2.49+0.72 4.14+0.83

TE - 50 B LB AL, P<0.05 5 5318 M 48 25 LL A, "P<0.05
2.4 HE TR 41 S0 JE I NLRP3 , ASC , Cas-
pase-1 5 IML3% IL-1B . IL-18 A AH P
% Pearson K % , HAE i 48 41 8 A& A A I
NLRP3 ,ASC , Caspase-1 ] mRNA ik 7K 5 IfiL
IL-18  IL-18 [ & i 2 IEAH G (P<0.05) . W3R 4,
R4 EIERKHEEZESINE M NLRP3,ASC, Caspase-1
5% IL-18.IL-18 fHE X 1%
Table 4 The correlation between NLRP3, ASC, caspase-1
in peripheral blood and serum IL-13, IL-18 in patients with

severe pneumonia

J5ti IL-1B 1L-18
i i P i Pl
NLRP3 0.581 <0.05 0.514 <0.05
ASC 0.337 <0.05 0.403 <0.05
Caspase-1 0.409 <0.05 0.428 <0.05

2.5  FIEN A PSR NLRP3 ik /K1) 34
S E TR R 1 LA

A F A Il 9% 2H F8 35 M ] Il NLRP3 mRNA 3
TR AR B ST BSR4 AR R IR B (R IR IKF
<P R RBEE (RIEAKF=000 450 .
NLRP3 & % ik 8 # ) WBC . hs-CRP , PCT , PaCO,
7KFiE T NLRP3 R F 1A B35, PaO, 7K IR T NLRP3
K2435 # % (P<0.05), pH{H 5 NLRP3 k15 %
W 2R LG FE L (P>0.05), WEKS5,
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®5 EEMNKAH NLRP3 SRIEMERIEBELLEHRARMELER (x25)

Table 5 Comparison of laboratory indexes between patients with high and low expression of NLRP3 in severe pneumonia group

(x+s)

NLRP3 n WBC(x10°/L) hs-CRP (mg/L) PCT (ng/mL) PaO,(mmol/L) PaCO,(mmol/L) pH 1H

[SESS2 36 19.79+2.25 54.19+9.69 9.39+1.32 81.31x11.32 50.39+7.51 7.36+0.83

ik 36 14.85+1.84 40.38+7.78 7.42+1.29 87.74+12.57 42.58+6.57 7.39+0.94
i 10.198 5.206 5.851 2.269 4.696 0.144
P <0.001 <0.001 <0.001 0.026 0.000 0.886

2.6 HUAEMili & 2H AN [A] NLRP3 3% 35 K719 R 35
28 d BRAEAF RN LI

5 fifi 48 2H h NLRP3 75 25 3k AR 6 18 3%
28d RBUELFM K-M HHZ WK 2,561 A %013
N, HoH NLRP3 e 2 7k #5672 10 A NLRP3 i
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H NLRP3 5 £k B4 1Y 28 d REUVEFRIILT
NLRP3 LRIk B, 22 A G 5 L (P<0.05)
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BBUELE(%)

T T T 1
0 7 14 21 28
1] (d)
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EFHK-M HZk
Figure 2 K-M curve of 28d cumulative survival of patients

with different NLRP3 expression levels in severe pneumonia

group
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fox A S IR I AL AR JERRTEY ¥ Tl 2% PHIBELUE 45 25 T il
AL AR 5E

[ E] B FOa kb otk e i He % il 21 4k 4k (IPF) Fd Ak I 380 o & I
W IMLAE N B 2R K7 (VEGE) L A4 Z2-13 (IL-13) /K 1952 . AiE I 2018 4E 1 H & 2020 4E 2
A 2e BT AR EEBE 129 9] TPF (i3, fi SAREHLAL 7 3 41, 45 43 . XFHR A 20T DAt AE e BiAy7 , X e B 417
DL s S ARIRYT R4 C LT DA 2 Sl 4RI A AR JE BRA YT o % e 3 2 YT AR T R AT 6 8]
Jii 12 F T EIE AR 5 A (CRP) PR3 L3 IR B (IL-C) YRS JEE (TV-C) J N 8% (MDA) B4
bW L (SOD) \VEGF \IL-13 KF, R WEEAIGRIGIT BARCRE AR A B4, ZRA G
B X ()=6.649,P<0.05) ;7697 6 Ji T 12 J8 5 , W h R FR > (CRP T/ TXTIR A B4, 2 A48
P27 L (P<0.05) ;7897 6 JE T 12 JE)E %4 T -C . IV-C \MDA . VEGF . IL-13 7K K T4 18 A B 41, SOD
K TR A B A, 227 A5 L (P<0.05) 5T HR A 44 T-C . IV-C \MDA . VEGF .IL-13 7K I 1% &
B4 ,SOD /KT B U, 2R A G- E L (P<0.05), it B EEA MR EMAYT IPF, 7]
BV SR AT A, AR AR SO B L3 VEGE JIL-13 7K, E— A vk

[X8R] R LML 4k 25 m %% ke i ; AL #; VEGF; IL-13

Clinical study of Yiqi Tongluo method combined with pirfenidone in the treatment of pa-
tients with idiopathic pulmonary fibrosis with pulmonary collateral obstruction syndrome
ZHANG Xiufang*, WANG Li, CHEN Jingxing

(Department of Respiratory and Critical Care Medicine , Anyang People’s Hospital, Anyang, Henan, China,
455000)

[ABSTRACT] Objective To explore the effect of Yigi Tongluo method combined with pirfenidone
on oxidative stress response and serum vascular endothelial growth factor (VEGF) and interleukin-13 (IL-13)
levels in patients with idiopathic pulmonary fibrosis (IPF). Methods A total of 129 patients with IPF in our
hospital from January 2018 to February 2020 were selected and grouped by simple randomization, with 43 cas-
es in each group. The control group A was treated with pirfenidone, the control group B was treated with Yiqi
Tongluo method, and the observation group was treated with Yiqi Tongluo method combined with pirfenidone.
The clinical efficacy and TCM syndrome scores and physiology (CRP) scores, serum type lll collagen (ll[-C),
type IV collagen (IV-C), hyaluronic acid (HA ), malondialdehyde (MDA ), superoxide dismutase (SOD) ,
VEGF, IL-13 levels, and peripheral blood T lymphocyte subsets were compared among the three groups be-
fore treatment, 6 weeks and 12 weeks after treatment. Results The total effective rate of clinical treatment in
the observation group was higher than that in the control groups A and B, and the difference was statistically
significant (P<0.05). Compared with the control groups A and B, the difference was not statistically signifi-
cant (P>0.05). After 6 weeks and 12 weeks of treatment, the TCM syndrome scores and CRP scores in the ob-

servation group were lower than those in the control groups A and B, and the differences were statistically sig-
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nificant ( P<0.05). After 6 weeks and 12 weeks of treatment, the levels of II-C, IV-C, MDA, VEGF and
IL-13 in the observation group were lower than those in the control groups A and B, and the SOD levels were
higher than those in the control groups A and B, and the differences were statistically significant (P<0.05).
The levels of M-C, IV-C, MDA, VEGF, and IL-13 in control group A were lower than those in control
group B, and the SOD level was higher than that in control group B, and the differences were statistically sig-
nificant (P<0.05). After 6 weeks and 12 weeks of treatment, the levels of CD4" and CD4"/CD8" in the obser-
vation group were higher than those in the control groups A and B, and the level of CD8" was lower than those
in the control groups A and B, and the difference was statistically significant (P<0.05). CD4"/CD8" level was
higher than that in control group A, CD8" level was lower than that in control group A, the difference was sta-
tistically significant (P<0.05). Conclusion Yiqi Tongluo method combined with pirfenidone in the treatment

of IPF can significantly improve patients with pulmonary fibrosis, reduce oxidative stress and serum VEGF

and IL-13 levels, and further improve the therapeutic effect.
[KEY WORDS]
VEGF; IL-13

¥ %% VE il 2T 4 4K (Idiopathic pulmonary fibro-
sis, IPF) SCHEFR A B I Pk BT A A Ml 48, 2 —
g i P ) oV i , 4l AH DGR A WK IZR 2
R T8 18] M S B 70% L I R VAYT TPE £ LA
UM REZE 25 W B SO ER O L (B IE T A UE
P R S A AR TS S A — e ROR, SRR
FERBAR, HA IR ™= A A BB 3R
AR e AR —Fh BA PR A L e iy
2300 F, BRTE & H T IPF iRy, IS —
FERLA . BeAh, IPF B 40 00 4 3 A 5k L e
I, B 44 055 D, 5l AR T e i 4

Idiopathic pulmonary fibrosis; Yiqi Tongluo method; Pirfenidone; Oxidative stress;

P A i JSEL S A B MR R B A5 il 4
B S PERREE s O L I VA AR E AR
WA 5 (O3 BT, SO A i FH 245 B A fel ]
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FY 2R B A PR By S WO . = I PR
CPES AR PR I RE B | i PRER B IR B & 4
BO M, 2257 080478 L (P>0.05) . LK 1.

F1 ZAHBRFERITLE [1(%), (v£s5) ]
Table 1 Comparison of clinical data of 3 groups [1(%), (xs) |
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Al [ 25 UE - H12020123) 367, #1146 577 = 0.5 mg/
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Fild FH 32 & R 6 BEA B 4. 3 40 ¥ SR T
12 J& .
1.2.2 Kl Jr ik

3 YT 2 RS T A E 5 mL i # ki
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cm B IRUILYE 7 A , LA ot EDC 6 928 TR B2 D0 i 37 T
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o @IRITHT AT 6,12 JE 5 S AL B 3 bR
(SOD MDA ) K-, GOIRYFHT AT 6.12 Ji 5 I
% VEGF .IL-13 /K,
1.4 Giilt2Firik

i 3k SPSS 21.0 BAF AT BE 4 B . R
BRI (2 25) FoR, FIALIA] L ¢ 455, PR L
H SNK-q #6556, 22 21 1] Hb 45 FH B IR 28 5 2240 Hr
T RER A n (%) R, Y Kig . P<0.05 Row
EFAGITFE L,
2 #R
21 S AIGRIT R

LS ZH I RIR YT B A S0CR & TAHIR A B4,
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Table 2 Comparison of clinical efficacy of 3 groups [1(%) |

2H 5] n AW LR TR BAECR
WMELH 43 6(13.95) 34(79.07)  3(6.98) 40(93.02)
XHIEAZ 43 2(4.65)  31(72.09) 10(23.26) 33(76.74)*
YHEB 43 3(6.98) 28(65.12) 12(27.91) 31(72.09)
P 6.649
P 0.036

VE 5% B 4 b, P>0.05,

2.2 KA P EEUFERY (CRP W4 oA

AT 6,12 Jil )5, WES AL B IE R FL 5y . CRP 3T
ST XA BY, ZRA G FE XL (P<
0.05), W% 3,
2.3 AN[AJE ] = 20 il 48 A Fe

BT 6,12 )G WEL4 M-C. IV-C, MDA ,
VEGF IL-13 /KK FXF R A B 41, SOD /K- F- i
YRR A B4, 22 A G2 L (P<0.05) , X/ A
24 I-C .IV-C .MDA . VEGF .IL-13 /K ik T %} HE B
2 ,SOD /K- TR B4, 2R A G E X
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®3 3HEPEIEERS EBITSITLL (vs)

Table 3 Comparison of TCM syndrome score and physiological score of the three groups (x+s)

i ., LR (43) CRP i1} (41)
HIT R HIT 6 JAJG BT 12 AR 677 R HI7 6 JAlJG 67 12 F R
W 43 15.69+3.14 11.25+3.08 7.14+2.37 55.495.36 41.854.72 35.12+3.18
XTHE A 4 43 16.17+3.25 13.24%3.12" 9.85£2.41° 57.125.74 44.83+5.14° 39.14+3.50°
XFHE B 41 43 15.98£3.20 13.54+3.09 10.12+2.50 55.98+5.24 45.69+5.27 40.25+3.72
Fii 0.246 6.946 19.824 1.012 6.851 25.959
Pt 0.782 0.001 <0.001 0.366 0.002 <0.001

W 5XTHE B 41 HeAL,P>0.05,
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Table 4 Comparison of serum indexes of three groups (x+s)

I} i) 25 n -C(ng/mL)  IV-C(ng/mL) SOD(IU/L) MDA(nmol/L) VEGF(pg/mL) IL-13(pg/mL)
BT HT ML 43 101.47+8.97 139.27+20.15  68.12+5.67 22.31+2.45 667.12+60.25 27.14+4.25
WHAH 43 103.62+9.14 140.31£19.87  69.17+5.24 23.14+2.29 28.92:+4.96 28.92+4.96
WHEBAH 43 101.98+9.05 138.27420.29  68.94+5.52 22.87+2.36 27.89+4.57 27.89+4.57
Fi8 0.662 0.111 0.436 1.375 0.220 1.621
P1{H 0.518 0.895 0.647 0.257 0.803 0.202
HIT 6 G ML 43 79.41£9.14"  99.24+10.25"  77.09+5.27"  14.87+1.94" 516.94+40.12°  13.25x1.74"
MHRAG 43 85.69+8.92° 106.74£11.27°  74.275.19° 16.01£2.07* 557.63+39.82°  22.31+2.94¢
YHB4L 43 87.1249.26 109.89£11.92  71.52+5.04 17.2542.12 561.25+40.27 22.98+3.01
Fii 8.720 10.320 12.490 14.573 16.212 19.915
P{E <0.001 <0.001 <0.001 <0.001 <0.001 <0.001
WY 12 RE wERgl 43 69.20+7.85% 89.74x9.12°  82.17+6.20" 9.74+1.16° 441.02+30.25°  13.25%1.74%
XHEAL 43 75.2748.02" 95.68+9.41° 78.12+6.31° 10.861.25° 484.96+35.12" 15.69+1.79°
XHEBY4 43 77.2547.92 97.299.50 75.04+6.08 12.15+1.30 490.12+37.29 16.12+1.81
FAH 12.030 7.787 14.317 40.804 26.537 32.507
PH <0.001 <0.001 <0.001 <0.001 <0.001 <0.001

1 5 B 4 8, *P<0.05; 5 X IE A 4 Heds, 'P<0.05.,
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(¥ ZE] BH# 4P m/ A ZE (TPO) . FI4r E-1(IL-1) 8 2 B A H 1 11(MRELL) 4
AR BRI PE M (CAA) BULP AR R o ik R 2018 4F 3 JT % 2021 4F 3 A pudbia £ JL 2 B Bk
B 516 AA BIL(AA4L) , HAp AL 19 5], 580 32 1] 5 53 3 AR [ 7] 40 42 51 felt e A A 7 JBE o () 1R
), BN IR S5 AA 41 TPO . IL-1 MRE11 ik K F LA M 5% F R )L TPO \IL-1 . MRE11 ik 7K F- |
AR JE /B (PLT) B A 114k (MK 5 4387 TPO \IL-1 \MRE11 45 PLT MK #H 3¢ DL F =35 %)
AA 2N (E . 258 AA 4] TPO WA & TR HR 4L, TL-1 MRE11 B @K T B84, 2 R S it L
(P<0.05), FRILHILTPO W 7 T4 4140, IL-1 MRE11 .PLT MK W] AR TR A4, 22 F I H 52
# Y (P<0.05), TPO 5 PLT.MK & i #H 3¢ (P<0.05) , IL-1,MRE11 5 PLT MK & 1E #f 3¢ (P<0.05) .
TPO+IL-1+MRE11 BG4 X AA 12 87 (1) f50R% B AR 53 14 43 1 R 89.40% . 71.10% , AUC=0.906(95% CI ;
0.834~0.978) , Wl i F = F HMIZ Wi (P<0.05) . 516  TPO 7E AA HHA 75, IL-1 MRE11 B I FEAIL,
Faril = FR BT Ry AA TGRS S I TTAG TR AL S % (K4

[3£4837] TPO; IL-1; MRE11; FF REASPEZT M

Detection significance of TPO, IL-1 and MREI11 in children with aplastic anemia

SHI Xiaoying*, QU Mingli, ZHANG Xujing

(Department of Blood Transfusion Branch, Northwest Women’s and Children’s Hospital, Xi’an, Shanxi,
China, 710000)

[ABSTRACT] Objective To analyze the detection significance of thrombopoietin (TPO), interleukin-1
(IL-1), and meiotic recombinant protein 11 (MREI11) in children with aplastic anemia (AA ). Methods 51
children with AA admitted Northwest Women s and Children’s Hospital from March 2018 to March 2021
(group AA) were collected, of which 19 were severe and 32 were mild. In addition, 42 volunteers (control
group) who had physical examination were selected during the same period. The expression levels of TPO, IL-1,
MREI11 in the control group and the AA group, as well as the expression levels of TPO, IL-1, MREI11, pe-
ripheral blood platelet count (PLT) and megakaryocyte count (MK) in mild and severe children were com-
pared. The correlation of TPO, IL-1, MREI1 with PLT and MK and their diagnostic value for AA were ana-
lyzed. Results The expression level of TPO in the AA group was significantly higher than that in the control
group, while the expression levels of IL-1 and MRE11 were significantly lower than those in the control group
(P<0.05). TPO in the severe group was significantly higher than that in the mild group, IL-1, MRE11, PLT,
and MK were significantly lower than those in the mild group, and the differences were statistically significant
(P<0.05). TPO was negatively correlated with PLT and MK (P<0.05) , IL-1 and MRE11 were positively cor-
related with PLT and MK (P<0.05). The sensitivity and specificity of the combined detection of TPO+IL-1+
MREI]11 in the diagnosis of AA were 89.40% and 71.10% , respectively. AUC=0.906 (95% CI: 0.834~0.978) ,

A B A B T A RAHAT LA B (2018D015)
A A B deda o)L & B A A, &, @4 710000
*BAEAE A £ | E-mail : shixiaoying1 769@163.com
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which was significantly higher than that of TPO, IL-1, and MRE11 alone (P<0.05). Conclusion TPO was

significantly increased in AA, and IL-1 and MREI11 were significantly decreased. Detection of the expression

levels of these three can provide a reference for clinical diagnosis and disease assessment of AA.

[KEY WORDS] TPO; IL-1; MRE11; Aplastic anemia

A B RS PE AL 1M (Aplastic anemia, AA) J& T —
o™ S P I VR , 2 2 DR 5 | A LR 3 I AT
AE N FEAZEGAE TR R rh E 2RISR I = 5
TR, AA IR R Z A B IOk ek, R
W SAGIT A —E XERE . SR IE 2T
% PR AA IZWHERR PR s LTS AR SR
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TPO) A] Jsz Bl 8 A% 240 B 35 Y5 50, 292 B 1 /)
M /b B ZE S 45552 . 4 & -1 (Interleukin-1,
IL-1) & A R EE T — 5, B 2Rk, D
ZZ IR N AMIFFEIESE TL-1 BA HoAh A Y4 )i 8 7
AT T I 200 A R R s R A R
F1 11 (Meiotic recombinant protein 11, MRE11) /&%
HOR IS AR B 2R 51, 7F DNA i 405 B 1] 4
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1 AR

1.1 — ekt

ek 2018 4F 3 1 & 2021 4F 3 A vdbid 4 L=
B2 BEWSIR 7 51 61 AA B L(AA A1), = 55 33 4,
18 ], F- AW Jy (6.3242.41) %, TR (B i
20 %53 /N T 25% 5 G456 LA FAEE M % T
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LT A0 30N T 20%10°70) 19 6], 58 8 (R SR
BRI A5 MR R 32 91 i ABRHE : D21 IR
AT BB A A IE N AA L RF A (A B R PE
F M2 W 51697 L Z IR th A S22 4r
RIBRAED; QUG IR PR e . HEBRAR M : OFF A H
bty B E A @7 A BEFT A AH G IR
ST s O/ I HAD R IERBIE . 7EBUR
B [l 1] 42 44 fit Bl ARG s B 2 (X R4 ) , S iAft B
TCE G R Bt R M , Ferh 5 26 ], 22 16 ], 4T
W4 (6.35£2.54) %, 41— 08kl L3 22 R 05

T L (P>0.05) . ARHFGT 2 BE E A BE R 61 4
feEiE L, Z i W A& B R = A,
1.2 ik
1.2.1 TPO.IL-1.MRE11 ¥l

AA L HBJLFE A B G R H 35 =30 B2 18 ik
I 5 mL, Xof B2 DA (ARG Y H I =il B 1 o
W5 mL, #3500 r/min 5081 (A 10 cm) 2.0
20 min BAF MR , {7 B S 24 I TPO L IL-1 .
MRE11, &5 65 f 93 -R IR SO A R Rl AL
1.2.2 /N A A0 B T4

TR L DK I W 3 mL, {8 I E B bt
€, 38 0 100240 A 30 43 A G B XE-500) 45 0 £
JUAMNE LI/ T4 (platelet count, PLT )&, £
JUTE ARSI YA T B s 2 i) S A, 2o SRl
A3 B BE AR LR QYL 0 )5 R 30 Bk N 51
1T E A48 (Megakaryocyte , MK) K& 5725 .
1.3 Stk

K HI SPSS 20.0 #AF AT ST 5007, 1 KL
K H (3 £5) RN AT t K255 5 R Pearson 5 5 73 Bt
TPO.IL-1 .MRE11 5 PLT MK #5124 i 52 i
H TAERHE (ROC) 1 2653 7 TPO . IL-1 .MREL1 %}
AA T AN AE , IF 1158 M 2 F 1 AR (AUC) , DA P<
0.05 F 2= BHA G5 L

2 #ZR
2.1 4] TPO.IL-1 . MRE11 £ A/KF b4
AA 41 TPO & T X HEZH , IL-1 MRE11 X% i

M, 2ZFAGAE L(P<0.05), W1,

%1 WHTPO.IL-1 . MRE11 RiXKFLEE (x+5)
Table 1 Comparison of serum TPO, IL-1 and MRE11

expression levels in different populations (x+s)

21531 n  TPO(ng/mL) IL-1(ng/mL) MRE11(U/L)
YR 42 12.21+3.16 22.64+4.58 46.25+6.58
AAZ 51 97.5626.54 4.40%2.49 23.66+4.11

tHH 77.409 24.412 20.205

P{H <0.001 <0.001 <0.001

2.2 & HM AA &£ )L TPO.IL-1 . MREI11.PLT.
MK FEik 18 i b 858
AL H L TPO B B i TR A4, IL-1.
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MRE11 .PLT MK M B TR, 2 R ¥ H ST
2 E YV (P<0.05), W2,

*2 B.EHR AAEJLTPO.IL-1.MRE11.PLT.MK
RIKEREEE (v xs)
Table 2 Comparison of serum TPO, IL-1, MREI11, PLT,
MK expression in children with mild and severe AA (x+s)

gl n TPO IL-1  MRElI PLT MK
(ng/mL) (ng/mL) (U/L) (X10°7L) (A/H)

BRI 32 88.26%5.21 5.11x1.64 29.54+4.58 38.21+3.62 9.62+2.41

WL 19 113.24%5.47 3.21+1.22 13.77+4.15 12.52+3.11 3.21+1.22
tH 16.252 4375 12299 25774 10.772
P <0.001 0.001  <0.001  <0.001  <0.001

2.3 TPO.IL-1 MRE11 5 PLT MK #H 35 #r
TPO 5 PLT MK(r=-0.761,-0.695,P4<0.001 )
S fi Al %, IL-1. MRE11 5 PLT (r=—0.699 .
0.587, P #]<0.001) MK (r=0.418,0.398 , P=0.038 )
R IEAH
2.4 TPO.IL-1 .MRE11 X} AA fi2 Wi 8
HEHE ROC 1 £8 7] 41, TPO+IL-1+MRE11 B4
T AA 2 W ) BBUR RS FIVRE 5 B2 43511 89.40%
71.10% , AUC=0.906(95% CI:0.834~0.978) , W] &l i
T =F sk (P<0.05) . W33 K 1,
%3 TPO.IL-1.MRE11 X} AA {2 BT (&
Table 3 The diagnostic value of TPO, IL-1, and MRE11

for AA
T K AUC  95% CI fRE HeE Pl
TPO 0.866 0.791~0.960 0.725 0.684 <0.001
IL-1 0.836 0.749~0.923 0.692 0.625 <0.001
MRE11 0.782 0.683~0.882 0.611 0.594 <0.001

TPO+IL-1+MRE11 0.906 0.834~0.978 0.894 0.711 <0.001

10 ;
[l

—~TPO

—IL-1
MRE11

—TPO+IL-1+MREI 1
B

5%

0.8

= 0.6
=

%

i

F 04

0.2

0 02 04 06 08 10
1455

B 1 TPO.IL-1.MREI1 Xt AA £ i it fE ROC H £k
Figure 1 ROC curve of TPO, IL-1 and MREI11 for AA
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o1 2 — , IR/ MRETL 7] 5] 241 il DNA
{14 W7 2216 S ML) 1 B S, FLER A i J5 DNA 1
Wiz e 2 UiRe Sk g™, DA E A ik
R I LUK | B BT R A i X R N UESE T
TEARFCIA T FF 8y U937 41 i Bk £ 4T DNA #5145 15
kTP IEAE MRELL (92 51 FEIlG K v & 3
AA B LY K T AR A L L TR
N T e 8 K OR B E LS 30 DNA 45 38
MRE11 FikF#AL G 0L X i DNA 32164, iF
— 5 R B 1 A0 A 3 A S A Ak, S 2
T ARBESE L, AA 4L TS H MREL1 %k 1{%
X B2, B A 5 17 0 2 LA B R 42
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Elastin . LRP-1. VIP -2 R 23 a1 P i 36k fe
Fs M

FOAHG I FRFE x4

(# ZE] BRSPS A (Elastin) AR R FAHOCSZKR-1 (LRP-1) A TE A K (VIP)
TEFE T iR (POP) f B IR IA R X, Aik wRHUEE J7 R R K 228 4 58 B2 Be 187~ Bl POP (7 80
R T WAL, 5 3 RT3 DR R R M A8 T A T AR DD B FLJC POP SR 3% 40 i1 b % B4 . X
LU AL AN [) 0 24 B 0 a0 2 143 $ vk (POP-Q) 43 S5 34 I B 1T BE 41 21 Elastin \LRP-1., VIP 25 [ iR
2F Y k2T 4k Fe 35 O, TEA Elastin , LRP-1 ., VIP 25 [ 5 2 JR 2T 4 | 5P 2T 48 L POP-Q 43 4 M K1k
LR WL P i EE 2 21 Elastin \LRP-1, VIP 25 [ A0 % R BT X HRAL , 22 A St 2# 3 X
(u=6.574.3.421 .6.784, =15.879 .6.767 . 15.955 , P 3J<0.05) ; WL 4H v} i [ 21 4 | s 1k 2F 4 35 3k 70 1% R
#H ,POP-Q 434 4 94555 Elastin [LRP-1 ., VIP i |1 RN IE RN RN T 3 WEHF , 2R AT R X (p<
0.05) ; Elastin \LRP-1 ., VIP & [ 5 B £F 4 5t 21 2 52 1E A G, 55 POP-Q 43 & T4 DG (P<0.05) . 45if
Elastin ,LRP-1 ., VIP 7 POP £ 3% BH i i BE A1 240 P &2 I IG5, S5 R DR 47 4 st 2 4 e 1 R E S 35 A
%, B g 4 1T RE A B i POP IV 7RI T 4 .
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Expression and detection value of Elastin, LRP-1 and VIP in patients with pelvic organ
prolapse

WU Mingxiu'**, LI Qiuping®, LIU Wei’

(1. Department of Obstetrics and Gynecology, Dongguan People ’ s Hospital, Dongguan, Guangdong, China,
523000; 2. Department of Obstetrics and Gynecology, Dongguan Xiegang Hospital, Dongguan, Guangdong,
China, 523000)

[ABSTRACT] Objective To investigate the expressions of elastin (Elastin), low-density lipoprotein-
related receptor-1 (LRP-1) and vasoactive intestinal peptide (VIP) in patients with pelvic organ prolapse
(POP). Methods A total of 80 patients with POP in the Department of Obstetrics and Gynecology, Dongguan
Hospital Affiliated to Southern Medical University were selected as the observation group, and 40 patients
without POP who underwent hysterectomy and double adnexectomy due to benign gynecological lesions during
the same period were selected as the control group. The expressions of Elastin, LRP-1, VIP protein, collagen
fibers and elastic fibers in the anterior vaginal wall tissue of patients with different pelvic organ prolapse
quantitative staging (POP-Q) grades were compared between the two groups. The correlation between Elastin,
LRP-1, VIP protein and collagen fiber, elastic fiber and POP-Q grade was evaluated. Results The expression
intensity and expression level of Elastin, LRP-1 and VIP proteins in the anterior vaginal wall tissue in the
observation group were lower than those in the control group, and the differences were statistically significant
(u=6.574, 3.421, 6.784, t=15.879, 6.767, 15.955, P<0.05). The expression of collagen fibers and elastic

AR A X TASHIAIE(EL)R A (201950715033171)
VERIL L AETARERSEZH, 7 &, &% 523000

2.AFETHMR ERAEZH, S &, &% 523000
*i@fEHEE 2R F, E-mail : wmx751010@126.com



- 984 - NTEWEIEITAGE 20224E6 ] #5144 561 J Mol Diagn Ther, June 2022, Vol. 14 No. 6

fibers in the observation group was lower than that in the control group, and the expression intensity and

expression of Elastin, LRP-1, and VIP proteins in patients with POP-Q grade 4 were lower than those in

patients with grade 3 (P<0.05). Elastin, LRP-1 and VIP proteins were positively correlated with collagen

fibers and elastic fibers, and negatively correlated with POP-Q grades (P<0.05). Conclusion Elastin, LRP-1

and VIP are significantly low expressed in the anterior vaginal tissue of patients with POP, and are

significantly related to collagen fibers, elastic fibers, and disease severity. Enhancing their activities may be a

potential therapy for the prevention and treatment of POP.
[KEY WORDS]

Pelvic organ prolapse; Elastin; Low - density lipoprotein - related receptor - 1;

Vasoactive intestinal peptide ; Quantitative staging of pelvic organ prolapse

PAAE R L 40% 2247 1Y) 50~79 % Aot 45
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Mo b AR TG i REAENFIRUESE , B S R 5
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receptor-1, LRP-1) X} JL i 4> J& 75 1 1§ (Matrix metal-
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S HRLH A1 (55.81+4.22) %, M B 5 BT 15
(25.03+1.96 ) kg/m”, ;-1 (2.2020.32) I, Hor4
ZoHT 140, 428 ) 26 19 WAL —RRRERHA M nT L
(P>0.05), AMHFRAABACHIZ: 2 difitimd .
1.2 IR

4N R e - WSS 2H I AF 5 POP A 5C12 W bk
e, HZE I B b i & 43 17 (Quantitative
staging of pelvic organ prolapse , POP-Q)732=3 4 ;

PIE AT ARIEAE ; X AL $4UE 528 POP, 24 R IH B
R0 AR T AT 5 FUOSURE 2R U0 B3 5 0 4 A8 2 240
1%, ARG R 1. HEBRPR e HEA AR08 &R
BUIRGE  BIFFE R CBPERE T E R
DLAE 5 A7 76 25 40 A1 8V 3 5 & IT ol Ik oks A it
b Bh kIR s P T O S R A )
RESEH & S AR 3 A NA A EFARL
R HT R 2 245 o %5
1.3 ik

W 20 35 28 - R U) Bk ok 4 [0 38 i BE 20 2R A
(0.5%0.5%0.1) cm, &R0 B F I 2 3 brAs , — i A
TN P 22 v R 10% S R T TR SE A I A
HESY R RFEH 3 pm) , Sz ALK I 55 1 5
T3 — I RAE T PR A AR A TR R A T-80TC
{E VR VKFE N, Western blot #4125 FH . r A fn A )
Se4T HE YL, FE4T Masson Y& (8 F1 31 £F 2 e (3,
NREZ 2 08 I 27 A Rt £ A ek 1 DL
1.3.1 SR s ik

WA MY R B  AOK, Z e B R R AT A
L& - B (3% ) , 7E % T % F 3 min, R PBS
Yk 3 R, BRIR 5 min; FREEU R B AT IR 522 vl
% (PH6.0,0.01 M), B A G H 35 15 min,
R 22 2 3 J5 >R PBS sk 3 WK, YK 5 min, i
HPA RS A EE TAER(5%) , FEER NHEE
30 min, TR HIM—¥0 . Pt s R R - A e
fiti ,DAB & 5 ,HE &2 4% , iE Wl & 1, R PBS 10
—PUVE R B XS HE 25 SR . PH A 4 L )
<10% 4 0 43, 11%~25% K 1 53, 26%~50% F 2 471 ;
51%~80% N 3 41 ;>80% K 4 47 s Ye o i i To 4 (40
047, SR EE A 1 43, hAETRBE N 2 43, R o EE
3550 LABHE 2B LU 1 53550+ G 008 B o B Sl i
2ozt B i, FAPE (=) < BHPE 40 A EE 111 <10%
Yo B B 55 B (+) 03 45 B (++) 2 4~5 50
55 PHAE (+++) :6~7 535



BT SRYT 45 20224E6 ] 5144 #5641 T Mol Diagn Ther, June 2022, Vol. 14 No. 6 - 985 -

1.3.2  Western blot ¥l J5 12
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FRARE Rk m KT XY, 2R A5 E

X(P<0.05). WK1,

2.2 MARIF LY L R A G L
WL I T A S £ 2 ek T L 1

T A S L B PELT 2 5 B %o BR 4 Sk 2T 4k
B 1 FHAM LT 4R IETE R (masson, x10)

Figure 1 expression of elastic fibers in 2 groups(masson,x10)

2.3 Elastin \LRP-1.,VIP 5T 4  SPELT 4E 1
K&

Spearman AH ¢ P 43 #7 , Elastin ,LRP-1 ., VIP £§
H 2Rk 5 I 27 4k | PR 25 4E 36 38 5 E A G (P<
0.05), W2,

# 2 Elastin,LRP-1.VIP SRR T4 R HERN KR
Table 2 Relationship between Elastin, LRP-1, VIP and

collagen fibers and elastic fibers

i B SR 2T 4 PR LT 4k
LD
r{H P{H r i P{H
Elastin 0.653 <0.001 0.631 <0.001
LRP-1 0.718 <0.001 0.709 <0.001
VIP 0.756 <0.001 0.722 <0.001

2.4 FFA A POP-Q 4344 £ # Elastin .LRP-1 .
VIP & 1R A I

POP-Q 43 2 4 %% i ¥4 Elastin ,LRP-1, VIP &
HRBWmE RARMT3INEE, ZFA5IT
X (P<0.05), W3,
2.5 Elastin ,LRP-1,VIP & [ % ik & 5 POP-Q 4}
AR

Spearman A4/, Elastin \LRP-1 ., VIP £ H
ik 5 POP-Q /39 2 fiAH I (P<0.001) . W3R 4,

#®1 W4 Elastin LRP-1,VIP EARIEBRILE [(n(%), (x=s) ]
Table 1 Comparison of Elastin, LRP-1 and VIP protein expressions between the two groups [1n(%), (x+s) ]

= EEe
ki A5 . HRIRIE Lkt
- + + + + +

Elastin WL 80 30(37.50) 38(47.50) 10(12.50) 2(2.50) 0.42+0.14
X HE2H 40 3(7.50) 4(10.00) 12(30.00) 21(52.50) 1.21+0.40

wit 6.574 15.879

P{H <0.001 <0.001
LRP-1 WL 80 26(32.50) 23(28.75) 20(25.00) 11(13.75) 1.10+0.36
X HE2H 40 5(12.50) 7(17.50) 13(32.50) 15(37.50) 1.65+0.52

w8 3.421 6.767

PAE 0.001 <0.001
VIP PR | 80 41(51.25) 36(45.00) 3(3.75) 0(0.00) 0.38+0.12
X HE2H 40 4(10.00) 6(15.00) 15(37.50) 15(37.50) 1.04+0.33

w8 6.784 15.955

P{H <0.001 <0.001
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&3 AFE POP-Q %4 #E# Elastin,LRP-1,VIP EAREER [n(%), (x+s)]
Table 3 Expression of Elastin, LRP-1 and VIP proteins in patients with different POP-Q grades [n(%), (x+s) ]

Haki 4151 " AR Lkt
- + ++ +++

Elastin 3RBHE 48 13(27.08) 24.(50.00) 9(18.75) 2(4.17) 0.48+0.09
AR R 32 17(53.13) 14.(43.75) 1(3.13) 0(0.00) 0.33+0.06

w/t 2.629 8.273

PiE 0.009 <0.001
LRP-1 3BHE 48 7(14.58) 14(29.17) 16(33.33) 11(22.92) 1.27+0.13
AR R 32 19(59.38) 9(28.13) 4(12.50) 0(0.00) 0.85+0.11

u/t 4.541 15.030

PiE <0.001 <0.001
VIP 3H 48 15(31.25) 30(62.50) 3(6.25) 0(0.00) 0.45+0.05
AR R 32 26(81.25) 6(18.75) 0(0.00) 0(0.00) 0.28+0.03

w/t 3.884 17.253

PiE <0.001 <0.001

# 4 Elastin,LRP-1,VIP EARIAZES POP-Q HEH
PSS
Table 4 Correlation between Elastin, LRP-1, VIP protein

expression and POP-Q classification

157 POP-Q 54
e P{H
Elastin —0.842 <0.001
LRP-1 -0.808 <0.001
VIP -0.717 <0.001
3 it

WIS T TR, WSS v i IR AT 4 | st 2
e s IR M, X IR I R AT 4 5
PELAFAESEHE R BUR A B R, 5 LR
FELEIRMTT . B IR F M I 1 4 | Lk 4F 4k ek /D
{14 R S B B2 AH 56 PR 8 2 1 e o ik B v 9 1
HAREERE L,

Elastin J& T JGE 514 | BE 2 5 4 40 455
I | 1 by 0 21 4 (1% =2 B 41 R 43, 7T gt
PELF AT IIRE . B B RS iR i 48 1 | Elastin 38
NS H IR 27 A ST, I RIS D e A
PEPI KA . LRP-1 2 AR5 B B 11 32 R S )
R Z— W5 ZFhahH DIResS S E AR B,
RIEN FHAT G RS My S s v PR 155 WL
K E Vg s A A . © A 5T R, LRP-1
AR E TR RS POP R AELEIZ—", VIP
FERRIE T8 CESEH SRR BN R AR
T i A 0B LSS VE R . SR
Tl b, A 5% 45 2R s, WL 2% 4 B3 i R 4 41
Elastin .LRP-1 ., VIP & [ 3R AR A R IL T X i
“H , 1561 Elastin . LRP-1. VIP 7% |1 %35 T K& 7E POP

RAeENBRDTEAREREAEM . S EE, WTREE T L
"I 771 : Elastin 23k ik 5 5 EOH A BURN EE S8 U e
BEEAS , DI TG BT S 2T 24 Th B, il 23S &5 4
UV B, T80 B 25 40 Al 2 s b2 2
i, eI 5 POP™ ; LRP-1 NI J258 51 PN 4 MMPs
757 240 L 2 MMPs 7K -85 3847 T 88 4601 45 4 4 21
ECM 2 PRI ZE AL, BRI R 41 4 & i, 2 if POP
KA VIP 78 POP & A & JE v AL T B & 28 HH
AT FL VS 445 4 41 23 0048 Y- T LK D7 5 mie) G i (AR A
o, NI BOH R SRR AR 25 | (Rl E W R 2F
£ 1N G 2 i T G i NN N e B S 7 T
7%, Elastin LRP-1.VIP % [ 5 IR L 2F- 4k b 27 4k 5
IEAESE, #E—2E4IE T Elastin LRP-1, VIP 2 [ 355
TS R R A LT Y, & POP KA EE 2L
MU, ATE R B POP (RS 1.

AW 52 5048 42 7% Elastin, LRP-1 ., VIP R AY7E
POP &A= gy i B2 0, 38 HA (R F i 1 S A
o #E AT §E 2 /1 T Elastin . LRP-1 ., VIP & [ 7£ %
T HTREL 2 b R0k B il b IR AR At | P A 4
Bl AW, S 3R S 4R 2 R
5K 12 BRSOk, T 7E POP & J@ i F ke
FhnEAE R . Pt I R AT 38 v R s T
Bii i POP 45 il 1t & & , i A M T il s . A
WFFEAS & Z A « 32 5 [R] K I PR 52 s 45 4 BRI, 40 A
FEAR R D, AT RE 1 MUBHR T oy, 5 5 5 A B2l 4
S ) VR — 2R 53T o

ZE |- A1, Elastin . LRP-1 . VIP 7E POP £ % [
EATRELA S R R AR IR, SRR A 4 AT
Ak I TR R A OG , Y o TR M R RE 2 BT iA
POP MW TES T 1% (F4:4 991 W)
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ARSI 55 1k S sl st AR B8 AL S5 56 o A2 11 AH
SV

KA® Hm BRE A¥F=x BHEL FHKE HaF”

(# E] B8 E B AR B 508 bk A 15 5 56 bkops 28 (0 A0 Se Pk i S i R K
Fit BEALBEICGER BURM 2% B IR R A B2 B O ML A R 2019 4 12 A 28 2021 4F 12 F 8 [a] 6 fik i 52 BH o
kR 268 5], 1 BRATE IS 40 A AR (n=146) MIEEZ AR (n=122) , WLEE W 401 0] 351 30 Jok P 65 - o 6 )2
(CIMT) %22 5 AR Bk Gensini W45 19 22 53, IFATAL 38 Z M RAHOCHE GBI = . &R 244
W s K L&k CIMT B 5 iops &8 Fe B2 \LDL-C H M B = THE 2 FE A, 22 738 G i 2% 5 L (1=1.906
1.284.,1.245 ,1.497 ,0.943, P<0.05) . Z4E4 PB4 Gensini WEAM34 0, IMT (HiZ Jak 1, 2 4 G &
S (P<0.05), HFfi% Gensini PE4 0, AR A1 = UL BRI B 5 R AE AR A B3 £ dE B4Rl
Gensini TE43F 5 IMT FoA%, 22 %5273 X (1=1.215.2.194, P>0.05) , Pearson G T4 R0 . %
A4 Gensini PF4343 9% 5 IMT 7K 52 BLIE AR e (P<0.05) , A2 4F 41 Gensini 71443 2% 5 IMT 7K TG A
Fk (P>0.05) . Logistic [T, 45 5 7R |, Gensini #7473 3 9% .LDL-C=2.6 mmol/L . i Ifil /KR R >10 4F &
3550 DK SR RERE AL & 3 T ke 22 By Mt ST fG B PR 2 (P<0.05) o 85318 F3h WkoR RE R Ak 5 S 4F T 1 50k ks 48
SESRAHOCHE A2 B Ry sE e P A2, I A S S K P R RS R (CIMIT ) 34 52 | 291 80 ik ok A% e A0 o i
I 4 B P e O Y 2

(K] ThKEEAEAL ; 7005 ; Gensini 434%; IMTH; #4F; Bk

Correlation analysis of carotid atherosclerosis and coronary artery disease in male patients
of different ages and its influencing factors

ZHANG Minggao, YANG Wei, LV Yuanyuan, QIN Mengyun, YANG Guozhen, HUANG Xinyao, HAN
Hongyan™*

(Department of Cardiology, Tianyou Hospital Affiliated to Wuhan University of Science and Technology,
Wuhan, Hubei, China, 430060 )

[ABSTRACT] Objective To investigate the correlation analysis and influencing factors of carotid
atherosclerosis and coronary artery disease in male patients of different ages. Methods A total of 268 male
patients with positive coronary angiography from December 2019 to December 2021 in the Department of
Cardiovascular Medicine, Tianyou Hospital Affiliated to Wuhan University of Science and Technology were
randomly selected and divided into an elderly group (n=146) and a non-elderly group (n=122) according to
age. The difference in carotid intima-media thickness (CIMT) and coronary Gensini score between the two
groups was compared, and the correlation between the two groups and their risk factors was evaluated.
Results The systolic blood pressure, diastolic blood pressure, IMT value, degree of coronary artery disease,
and LDL-C value in the elderly group were significantly higher than those in the non-elderly group, and the
differences were statistically significant (/=1.906, 1.284, 1.245, 1.497, 0.943, P<0.05). In the elderly
group, with the increase of the Gensini score, the IMT value increased gradually, and the difference was

statistically significant (P<0.05). With the increase of the Gensini score, the number of patients with

H AR B A s 2 F T AR R R B (B2018001)
Ve gz RO K 2 B R AE E s AL, 314k, &L 430060
*BAEVEH 34 F, E-mail : hanhongyan1959@163.com
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smoking, hypertension and diabetes increased significantly compared with the non-elderly group. There was no
significant difference between Gensini score and IMT in the elderly group (t=1.215, 2.194, P>0.05). The

results of Pearson correlation analysis showed that there was a positive correlation between the Gensini score

and the IMT level in the elderly group (P<0.05), but there was no correlation between the Gensini score and

the IMT level in the non-elderly group (P>0.05). Logistic regression model showed that Gensini score 3,

LDL -C = 2.6 mmol/L, and hypertension duration >10 years were independent risk factors for carotid

atherosclerosis complicated with coronary artery disease (P<0.05). Conclusion Carotid atherosclerosis has a

strong correlation with coronary artery disease in elderly men, and is affected by many factors. Strengthened

carotid intima-media thickness (CIMT) thickening and carotid atherosclerosis assay can predict the occurrence

of coronary artery disease in elderly men.
[KEY WORDS]

Bh Jlik o5 &£ A 4k (atherosclerosis,, AS ) & — ' I
UL R A B R rh B S ik i s DR 2 5 e
O B T2 L BRI R, T 50 80 ok A A Ak 2 4 B
Bk ok AR R AL el 1 i BRIz — " B A E
A1 22097 3R W1 303 ok ok 1 Rl Ak 50 B 5 e AR 50 ik
sk S AL A8 A 8 DD OC & (EE A 00 53 1A TR 47
U5 (] 51 5 ok ok A e A B0 ke 5 e R B ok ok AR e Ak s
A5 B AR S 5T H A WL ARGE Y A RIS 3 i O
L 20 3y [k 7 FF 8 1k (carotid atherosclerosis, CAS )
55 55 VEAS [m] A 0 £8. 35 56 ks 222 1 R D e S HE S e
R DT LTI 55 P AN R4 08 A e 0 (coro-
nary atherosclerotic heart disease , CHD) i {H , i5 |
LI 3 577 0 00 B Y

1 BREFE

1.1 — ek

BEAL 2 IR R B AR 15 e O I 457 Y
20194 12 A 2 2021 47 12 A 6] ik 5 FH k5
PR 268 1], 1% FRAE IR 7 2 4R (n=146) FIHE#
EH (n=122) o 43 HEEY (=65 %) 146 I, 4F#%
(70.57+11.38) % , 0> % (76.91 £ 21.52) ¥K/43 , BMI
(25.91 +10.06) kg/m*, TC (3.63 + 1.45) mmol/L, TG
(3.52+2.73)mmol/L, LVEF(52.27+9.88)% , H: 44 1%
B 62 ] ; 3E ZAELH (<65 %) 122 1], 4F 1% (49.83 +
15.65)% 0% (72.54+16.73) %/ , BMI(27.09+8.17)
kg/m?, TC (4.77 + 2.38) mmol/L, TG (4.02 + 2.51)
mmol/L,LVEF(56.8110.93) %, HrP A 4 s 71 491,

bR UE - OFF G 25030 Ik ok A A Ak L ef ik i
A2 Wibn e @5 Ik 1 52 K A PHA% , IF ARG &
52 SRR 7R I SE 5 B 1 FRE L B8 58 8 AH SC B 1)
W, @i BEEFREYAERE . HkRir
T - 0 WLEERG Can BEJRE L0 LS 3k 800 WL

Carotid atherosclerotic ; CIMT; CHD; Gensini score; Elderly ; Male

S5 ) RSO0 JIE 9 5 @78 MM 0 T 3 8, S 434
(EF)<40% ; @' i 25 & 1E s B D Re it 3, IR B A
(blood urea nitrogen, BUN)=10.71 mmol/L 5§ JJL i
(Creatinine , Cr) =176 wmon/L" ; @ T 17 IR 3 Jik
I ANIRIT BAT IR B KAEAT AR o A S8 28 = Bt
R b1 it i
1.2 Jiik
1.21 — iR GRS

WCAR A B8 P BRI R Y, 38 TR] T A8
B I R PR | R IR ILAE O 1A
S50 S, A O O SR RE B R SR TSR T R
AR DR I AR L IR 46 TR (systolic blood
pressure, SBP) | &F 5K [ (diastolic blood pressure,
DBP) , i & & AR IF 1A 5 75 %X (body mass
index, BMI) , I v A7 £8 #1K %% 2 iR 25 11 (Tow den-
sity lipoprotein cholesterol, LDL-C) . & H [ /i ( total
cholesterol, TC) . H il —fiig (triglycerides, TG ) % .
1.22  HAERN

Fir A g A A S Pk s SR 1 M eE s s 1 H
N 2 5% 2 [E] Acuson128XP10 #7512 Wi ARG I, #§
SKARAR 7.0 MHz, K5 A Ff3 57 A0, 475 XU 25 55 5 fik , 25
W Bl Ik S E5b Bl ok S He o3 SCER o 1 s 25T 50 Jok P -
Hh 5 JEE B (intima-media thickness , IMT) J% 3§ 4 i
PRFERE . Ssh bk IMT=1.0 mm (550 bk 53 ik a] =
1.2 mm) QR S5 isE 14 J5 | Sy 57 100 i 20 ok A
1k (cerebral arteriosclerosis, CAS) BIFRAUE"", 251 3h ik
DAY I Jr IR P 4 R 2 A 45 S, IMT=1.3 mm Ry BEHUE
JR B vE 0 R Philips iU22 (5 2% #1474
WSO I i A R8O JUE 33 13- 2
1.2.3 ARSI

Xof i AR HEAT SR G SR A TR I Sk T
7 F8 A TR IO 728 AL SR PR AR R BE L AR M BT
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R, ARYEAE IE 7R B Bk Gensini P43, X
e S I A e AR R B AT A VT AT, R HAR<25%
197, =25~<50% 2 41, =50%~<75% 4 43 , =75%~
<90% 8 4% ,=90% ~ <99% 16 43 , 99% ~ 100% 1] %
32 %% . ASTRI Rk 5 B Gensini 43 1% 9% 738 1M 45
ARV xR R A . Hodr, 22 F %5, 1
R S P B IXx2.5.1.5. 1, H— XA
X1, A RS G G B R R S e R
Bx1, 5K 28 Gensini Y43 1 4 43 32 I 47 B 45
Z A B K4 R IE S, 1~80 43, 81~160 41,
T 1% .29 39,
1.3 Stk

fii FH SPSS 19.0 #AF AT S 115 40 B, T 8505%
BRI n (%) 2R R K5 A7 5 IR 20 A 1Y
THEERL (R +s) 2R, B YO} e AR A A i
(K5, Z2 A TR R SR 3R 22 0 R
Xl 3% 52 R0 AR 5 FH 5 43 A >R B Pearson R AH G , I
28 AH DG A3 AT S TE T4 R 3R 5 X 3 2878 o AH DG 43
MR BB [ 725 B Logistic [8]1H, P<0.05 £ 22 %4
Gt E X,

2 HFR

2.1 MG RIE RO EL
PHLLBF AR 0% BMLAAEE  Gensini P43
TC.TG.LVEF I#%, Z57 G2 L (P>0.05) ;%
AR IMT {8 el A2 % \LDL-C {EA .
BN, ERAGITFEL(P<0.5), WK,
®1 MA-RERBLLER [(n(%), (xs) ]
Table 1 Comparison of general clinical data between the

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

2.2 4 Gensini W45 IMT /K19 L85
LAY TP BE R Gensini PF448 I, IMT {H3% 2%
I, 22 A G F R L (P<0.05) , A K% Gensini
PES SN, WA AT L B PR R
AEZHHH B £ dE AR P Gensini PE4 5 IMT, 22
SRR L (P>0.05), L& 2,
2.3 P4l IMT {H5 Gensini ¥E4rHH &5 Hr
Pearson FHOCHER I & 454 Gensini PE34390 5
IMT 7K 52 30 T AH Pk (P<0.05) , JE 4R 4 Gensini
I3 r 25 IMT K TeAIEPE(P>0.05) . L3R 3.

#=3 WHIMT {E5 Gensini 45 10K 4217
Table 3 Correlation analysis between the two groups of IMT

values and Gensini score

Gensini 4-%% EAF EArd
r{H P1H rfi P{H
1% 0.291 0.028 0.183 0.542
24 0.254 0.013 0.251 0.631
3% 0.490 0.001 0.121 0.318

2.4 FEh ks R R AL G I e ko A8 B8 A 1Y Logis-
tic [/ )9 4347

Logistic [a] 943 Hr 45 R WK, 18 > 65 % Rk
A . Gensini ¥4 3 9% \LDL-C 432 . & Ifi S 72 >
10 4F- 5 F 8 ik ot A 08 Ak 5 91 5 ko 28 11 2 A 2 1)
FHIE (P<0.05) , it el — Lo 2R 200 1k
K2 K& P<0.1 97 s ik — 9 A Z [N & Logistic 7]
PR | 25 L B OR |, Gensini PE4) 3 4% \LDL-C=2.6
mmol/L . &5 IfiL FE I A5 >10 4F 12 201 3h ko R Ak & 5
S Ik AE B IR ST AR P 2 (P<0.05) o ILER 4.

3 it

o) bk 545 £ A 4k (atherosclerosis ) & 4 i /O i I

. BEA BN e ‘ bl
) (n=146) (n=122) B = 0 32 o BRI O [ EB AL Bh Bk ok
U e e e o AL S s
< (mmHg 6.85+23. 3.79+21.0 . 0.0 b - e P i s ] e . S
LDL-C(mmol/L)  3.16x1.89  2.63+2.06  0.943  0.047 35 R Al 2 1 A 7 T Ej‘ CELN E’?“Eg [ty ] ES
IMT(mm) 1452102 0942076 1245  0.042 AU S AR SR BT R e R sh Tk S ik R
SR AR (A7) 19.2113.93 14.149.26 1497  0.048 IKIEFR ZBE A Hh B bk, FL A% R AE AS FLRE |-
F2 TH Gensini S5 IMT K FELLE [n(%), (x£5) ]
Table 2 Comparison of Gensini score and IMT level between the two groups [7(%) , (x+s) ]
ZAFE4H (Gensini 732% ) , EZ 420 (Gensini 53 2% )
T3

7 H % 37 S YIFfE  PH % Y ST rIF{E P

i Lt 61(41.94)*  52(35.48)*  33(22.58)™  8.571 0.013  63(51.31) 25(20.43) 34.(28.26) 7.121  0.021
Gensini PE4F  0.00£0.00  68.53+12.62° 123.68+35.71" 134.691  0.000  0.00£0.00 59.54+19.27 121.63+38.55 112.142 0.000
IMT(mm)  0.88+0.58 147046  2.01x0.69™ 32434  0.000 095x0.83 0.79+0.68  1.13x0.74  42.121 0.000

AR BN AL, P<0.05; 5 1 H A, "P<0.05;5 5 2 4 H#,°P<0.05,
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T4 BMhBOREFEN S HBIKIEET BE R Logistic BIVF5 7

Table 4 Logistic regression analysis of patients with carotid atherosclerosis complicated with coronary artery disease

- L Z 1 ZHE A
| M H
OR i 95% CI Py OR i 95% CI B{H Pia
Gensini 43 () 1 124(46.27) 1.321 0.725~3.825 0.142
2 77(28.73) 2.742 0.558~6.242 0.068 2917 1.102-4.605 0.661 0.331
3 67(25.0) 5.619 1.232~15.212 0.030 5.853 1.664~18.082 0964  0.041
LDL-C /3% <1.8 mmol/L 74(27.61) 2.345 0.689~8.452 0.027 2.767 0.826~9.146 0.612  0.097
1.8~2.6 mmol/L  85(31.72) 2.551 0.808-8.121 0.042 2.686 0.993-9.876 0.538  0.083
=2.6 mmol/L 109(40.67)  4.261 1.385-12.674 0.011 4.773 1.496~15.226  0.784  0.028
EIERR () <5 49(18.28) 1.647 0.764~3.736 0.147
5~10 65(24.25) 2.325 0.365~25.743 0.083 2.556 0438~27.613 0512  0.154
>10 83(30.97) 3.832 1.023~12.645 0.034 3.961 1.214~16.876  0.504  0.046
() <65 122(45.52) 1.226 0.327~1.622 0.687
>65 146(54.47) 1.643 0.764~3.564 0.039 2.468 1.462-5.872 0.341 0.545
e B Al gE 87(32.46) 1.6322 0.845~3.266 0.425
BMI EH 116(43.28) 1 0.442
B 84(31.34) 1.385 0.551~2.849 0.057 2.535 1.539-4.711 0.362  0.646
Jiluyiia 68(25.37) 1.689 0.443~4.551 0.083 1.862 1.402-5.300 0.169 0.343
PRI 98(36.57) 2.535 1.365~5.173 0.017 2.642 1.445~6.254 0.225 0112
W2 i1 133(49.63) 2422 0.817~3.921 0.044 2.526 1.624~3.074 0.302 0275

HEZVIER" , CHD B bR sl kot A Al L BBl
53550 K P B B N 35 B0 KB A A AR B OGHR ™
Qnfe] 368 1xF 55 5 B ER P A A 45 R T CHD ™ H 72
SRR RS 2 —", CHD BB Bh s r ]
LB HEAG U S5 8l ik IMT (B BEHRJRL B | IMT 3% )L )2
KA L PR CAS BREE AT LIl i IMT
Bk ™ H B WFFEIESE CAS S btk sl kot i
ik (CAAS) A M E R BT Fs bR, (HJE HATA &
T3 PEAS[) AT 1% 1] 350 50 ook A6 Rl Ak B B 5 S AR 30 ik
SRR AL 8 1 AE SC M9 i DLAE S 41
AWFFEGERE AR U IR K5
B YIRS 0 KA AT IR« AR SR AR I
BORET, WA B ARVLEER 1L, Fom LB E A 2 Fh
RGN AE Ao hn Shah bk sk RERE Ak e A= 22, DI
s iR AR I KA o AR B s ks A AL
JEF AR NG G 5% . Meershoek AJA ifF5Y 3%
B 251 50 koo A A Ak 5 e bR 20 ko 2R R B AE AR AH
NE BB E A R OC R RRRR LR o R A
FEAESTBNIK S A7 B TR Y ik i) & A .
AL R B, Sl Mkok FEaEAL 5 4 55 1
FEMKIR AT BB IR . AT A - Ttk 3
JUk e 78 B 255 ) £ O IR 2R LD B , N2 M R
fia) A AR ot , L it S A8 38N, R M 1 i
AN B GO IR AT B B A S, e
Sk RERE AL BEHR T B o TRRET AR BH > T
W AR B KB 7= 5 15, 300 50 Jok ok5 A B0 e 39 R R
e, LA BEH () 2 A 5 AR TOAH DG . ABF s,

Gensini 1743 3 2% .LDL-C=2.6 mmol/L . /& Ifil J& Jj5 2
>10 42 301 3 WK A R A3 S et s 28 1) ik 57 fe
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Relationship between MUC-4, HIF-1a, MCP-1 and peri-implantitis ISQ values in gingi-
val sulcus fluid and their diagnostic value

CAO Yujiao', XIE Hongmei**, TIAN Hong’, LI Jiangning', LIU Rong', XIA Fei', YAN Yahui', WEI Libin',
HAN Xue®

(1. Department of Stomatology, North China Petroleum General Hospital, Renqiu, Hebei, China, 062552; 2. De-
partment of General Surgery, North China Petroleum General Hospital, Renqiu, Hebei, China, 062552; 3. Depart-
ment of Rehabilitation, North China Petroleum General Hospital, Rengiu, Hebei, China, 062552; 4. Department
of Obstetrics and Gynecology, North China Petroleum General Hospital, Rengiu, Hebei, China, 062552)

[ABSTRACT] Objective To investigate the relationship between gingival crevicular fluid mucin-4
(MUC-4) , hypoxia-inducible factor-1ac (HIF-1ar) , monocyte chemoattractant protein-1 (MCP-1) and peri-
implantitis (PI) implants Relationship of stability coefficient (ISQ) values and joint diagnostic value. Meth-
ods 104 patients admitted to the Department of Dentistry of the General Hospital of North China Petroleum
Administration for implant restoration due to tooth loss from June 2018 to June 2020 were selected, among
which 70 patients with PI were used as the observation group and 34 patients with healthy peri-implant tissues
were used as the control group. The clinical data, ISQ values, gingival sulcus fluid MUC-4, HIF-la, and

MCP-1 levels were compared between the two groups, and the relationship between each indicator and ISQ
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values and the diagnostic value of PI was analyzed. Results The MUC-4 of gingival crevicular fluid in the ob-
servation group was lower than that in the control group, the HIF-1a and MCP-1 in the observation group
were higher than those in the control group, and the ISQ value in the observation group was lower than that in
the control group, and the differences were statistically significant (P<0.05). Gingival sulcus fluid MUC-4 was
positively correlated with ISQ value, and HIF-1a and MCP-1 were negatively correlated with ISQ value (P<
0.05). The AUC of gingival crevicular fluid MUC-4, HIF-1a and MCP-1 for the combined diagnosis of PI
was 0.900 (95%CI: 0.826~0.950) , the sensitivity was 85.71% , and the specificity was 82.35% , which was
greater than that of each indicator alone (P<0.05). According to the cut-off value obtained, it was divided into
low level and high level. The risk of PI in patients with low level of MUC-4 in gingival crevicular fluid was
3.044 times that of patients with high level. The risk of PI in patients with high levels of HIF-1a, MCP-1 was
2.008 times and 2.400 times higher than that in patients with low levels, respectively. Conclusions Gingival
crevicular fluid MUC-4, HIF-1a, and MCP-1 were significantly correlated with ISQ value, which would sig-

nificantly increase the risk of PI, and the combined detection could obtain relatively reliable diagnostic value.

[KEY WORDS] PI; ISQ; Mucin-4; HIF-1ac; MCP-1

W5 R, PR R 7 B 42 10 S s
KN T shae , F 2Bk T HEE S ARG IF4EHr
gEa . A SR A R, B AR R LR (Peri
implant inflammation , P1) f955 % &= 1A 19.80% , 2%
IR Fh AR 1A 8] BBl 4120, S EOPPARE AR A By, L 2 B
7% , NI SZ i FAE ARG 7 3 e o AT SR CAT
SERZYT IR . F6 AR 1 -4 (Mucin-4, MUC-4)
BB RO R GEERR , S5 R0 RN R
K&, O B UuESEH 5 28 J S0 A AR G
K215 S A ¥ -1a (Hypoxia inducible factor-1 «,
HIF-1o) BEAE IO 15 3 e RN, 70 JE ZH AR |
R e b R R AR . ARG -1
(Monocyte chemoattractant protein-1, MCP-1) J& T
B BA R RVER B4 i A 80
PE W IR RS 5 A RH SR (BT =3
5 R R R P S 3R BN L2 Wi i (EAT5 A 7 B
B o WOARBTIE 2R R IA i MUC-4 HIF- 1o |
MCP-1 5 Ffifif 1A F2 & £ %8 (Implant stability quo-
tient, ISQ)HIM X R MRS 2 H ., AT,

1 ARSI

1.1 X4

TEH AR AL A I A BER) B R B L1 B 2018 4F 6
A % 2020 4 6 A WA 1) 104 11 R 25 51 Sl 47 Fh g
B4 B FAE BT &, Horh PLER S 70 9/ S 0L
G, BRI J] Bl 4 24 B 1 S8 5 34 BV Sl X R
o AR AERCHZE G SHHEEN
1.2 EERIE

YANFRE : O A5 iz piiie &2 ; @2

HSCHR 12 PD FIFHE (A5 R ZH S b ; @R AT 7
e 34 H XU s @B E S KB B AHTE, B
FEAA TG R o HEBRPRIE : ORI s OFF
A O s OB E BT CAEAE T R RAE#H ; 4T
YRIA FLI L R IAREAE A B
1.3 ik

T A BE AR H REHIS A, U,
SR RSP AR 380 (R ) 30 38 v 4% 2 A7 0,
FRRIGHRAL Y /INER - BRBE 28 A 140 225 J5 W 42 TG TR
TARERBENE, T2 1 (AKX 10 s) , FFARR R 20
AFMEARER I P, 38 E 42 RH T D AR, 30 s JEHGH
HURH TR B (2 mm) O BE AR 25 B A S PBS ZZ 0Pl
(200 wL) Y Eppendorf % P , % % 30 min, 7F 4CT4%
PR AT B O AR EE B0 R A 10 000 r/min, B0
FIE] & 10 min, 2E4 4 10 em, B E 5, R I FEER
& Multiskan Sky 4= FI 2l 4 S35 & DABGEX 2
Y25 I BB A6 I VA1 MUC-4- . HIF-10e MCP-1 7K,
1.4 EHEhR

WSS PR ZE I R ), AL R AR PR A T
$8%(Body mass index, BMI) \ -5 Hledii 7 A A 4
A B[] ISQ A 5E kL, Hirr ISQ {E R H Os-stell
Mentor 73 AT A HEA T A2 , BUEE A 1~100, F(E
o PR A AR
1.5 Geil=#ortr

F G2 5 SPSS 22.0 4k FEECHE | #4541
BT R (e ) AR, 2 ST REAS £ K6 56
TR BT n (%) KR, 7 K5 5 A0 SC A% 43 B2k H]
Pearson Z¢ V£ #H G 5 2 Wi B o3 BTk A2 10 T
YEFRE (ROC) M1 4k, BX A 12 W7 it Logistic — It 1]



© 99 - TSR ARE 20224F60 A

14t Hoel 1Mol Diagn Ther, June 2022, Vol. 14 No. 6

UHELA 3 (0] 393000 4 2R Togit (p) , B HEAE Sl S7 46
AR, P<0.05 RMAZESAGI2HE L,

2 #R

2.1 PHAIE IR BB 3
PHLLAFEHE 5] BMI 5 S 5 R R AR T
fdisE] 22 G124 5 L (P>0.05) ; MELA 1SQ E
T XTRL, 22 A Gei 243 L (P<0.05), WK1,
K1 WMARKZIBER [(vxs),n(%)]

Table 1 Comparison of clinical data between the two groups

[(xxs),n(%) ]

N I %% 4] i B 4

Yokt fchs By SO
(L) 42.16£6.59  41.57+5.88 0.443 0.659
el 0.343  0.558
5 31(44.29)  13(38.24)
& 39(55.71)  21(61.76)
BMI (kg/m®) 22.67£2.12  22.38+1.97 0.669 0.505
Rl SiniEN| 0.391  0.696
7 9 24(34.29)  10(29.41)
RIS 34(48.57)  18(52.94)
P 12(17.14)  6(17.65)
PRI () 5.8321.26  6.0421.50  0.748  0.456
ISQ1H 81.87+4.20 85.63x5.11 3.984 <0.001

22 PI4IHYAH MUC-4 HIF-1a MCP-1 /K- LA
W5 4 VA W MUC-4 IR T4 B4, HIF-1oc
MCP-1 & T X R4, 22 A g it B (P <
0.05) WA 2.
F2 WHIREHEMUC-4.HIF-1a MCP-1 KFELLE (x+5)
Table 2 Comparison of gingival sulcus fluid MUC-4,
HIF-1a, and MCP-1 levels between the two groups (x +s)

1% n MUC-4(pg/mL) HIF-la(pg/L) MCP-1(pg/mL)
WEEL 70 3.16+1.05 582.44+194.14  158.42+52.80
X4 34 5.75+1.91 291.76+£97.25  106.57+35.49
18 8.928 8.229 5.179
P1H <0.001 <0.001 <0.001

2.3 YA MUC-4 . HIF-1a . MCP-1 5 ISQ 18 1)
AN

Pearson Al G20 BT, B YA MUC-4 5 1SQ {H.
S IEA G, HIF-1a . MCP-1 5 ISQ {8 2 i AH % (r=
0.809 ,—0.686 ,—0.720, P #]<0.001) ,
2.4 HRYAM MUC-4  HIF-1oo . MCP-1 X PI 112 W
VNI

2221l ROC fil £ 25 1 W 7 | iR ¥4 i MUC-4 |
HIF-1a \MCP-1 = B A2 W7 P1 I AUC 24 0.900,
TR S 85.71, K B 82.35, K T4 45 br ol
Wi (P<0.05), WLF3 &1,

%3 R4 MUC-4,HIF-1a \MCP-1 % PI K92 i &
Table 3 gingival crevicular fluid muc-4 and HIF-1 o
Diagnostic value of MCP-1 in PI

{tr AUC  95% CI  HURE (%) FeRIE(%) PIE
MUC-4 0.816 0.728~0.885 85.71 73.53 <0.001
HIF-la 0.773  0.680~0.849 80.00 73.53 <0.001
MCP-1 0.813 0.724~0.882 61.43 91.18 <0.001
B4 0.900 0.826~0.950 85.71 82.35 <0.001

100 F

80

— MUC-4
— HIF-la
— MCP-1
— G

0 20 40 60 80 100
Fi5ttE (%)

B 1 #R4% MUC-4 HIF-1a \MCP-1 % PI K912 B i/ {&
Figure 1 Diagnostic value of gingival sulcus fluid MUC-4,
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Telationship between the changes of serum Sox2, p53, ST2 levels and the prognosis of

lung adenocarcinoma after chemotherapy

ZHUANG Dajie', LI Yuting', SONG Zhongquan', LI Xiufeng®, WU Liping’*

(1. Department of Clinical Medicine , Weifang Medical College , Weifang, Shandong, China, 261053 ;
2. Department of Respiratory Medicine, Weifang People’s Hospital, Weifang, Shandong, China, 261053 ;
3. Department of Respiratory Medicine, Weifang People’s Hospital, Weifang , Shandong, China, 261000)

[ABSTRACT] Objective To explore the relationship between serum Sox2, p53, ST2 levels and
prognosis of lung adenocarcinoma after chemotherapy. Methods A retrospective analysis was performed on
120 patients receiving lung adenocarcinoma chemotherapy in Weifang People’s Hospital from July 2020 to De-
cember 2021. According to the efficacy evaluation criteria of solid tumors, patients were divided into the good
prognosis group and the poor prognosis group. The general information and changes of serum Sox2, p53 and
ST2 levels of the two groups were compared, and the correlation between the changes of serum Sox2, p53 and
ST2 levels and the prognosis of lung adenocarcinoma after chemotherapy was analyzed. Results The levels of
Sox2, p53 and ST2 in patients with poor prognosis after chemotherapy were significantly higher than those in
patients with good prognosis after chemotherapy, with statistical significance (1=12.382,18.513, 11.244, P<
0.05). Logistic regression analysis showed that the changes in serum Sox2, p53 and ST2 levels were the influ-
encing factors of poor prognosis in patients with advanced lung adenocarcinoma treated with chemotherapy.
The ROC analysis model was established based on the expression levels of serum Sox2, p53 and ST2, and the

areas under the curves of the three were 0.691, 0.756 and 0.656, respectively, which had certain predictive
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value for the prognosis of lung adenocarcinoma patients undergoing chemotherapy (P<0.05). Conclusion

The changes of serum Sox2, p53 and ST2 levels are closely related to the prognosis of lung adenocarcinoma.

The changes of serum Sox2, p53 and ST2 levels can be used to predict the prognosis of patients with lung ade-

nocarcinoma after chemotherapy.

[KEY WORDS] SOX2; P53; ST2; Lung adenocarcinoma; Chemotherapy; Outcome
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Table 1 Comparison of general information and expression
levels of Sox2, p53 and ST2 in serum between 2 groups
(n(%),(xx5)]

fibr  BUR R (n=39) TR ARA(n=81) y/t{d PIH

1 5] 0.174 0.677
5 24(61.5) 53(65.4)
& 15(38.5) 28(34.6)
A 55.38+9.83 56.91+10.52 0.761 0.448
TNM 433 0.290 0.772
i 15(38.5) 28(34.6)
T3 14(35.9) 32(39.5)
Vit 10(25.6) 21(25.9)
Sox2(U/mL) 8.62+1.51 15.42+3.26 12.382 0.000
p53(U/mL) 7.91+1.36 16.88+2.87 18.513 0.000
ST2(pg/mL)  352.69+88.36 655.36x156.29  11.244 0.000
MAGEA1 12.26+4.07 13.43+4.16 1.453 0.149
GAGE7 4.28+1.58 4.81£1.63 1.685 0.095
PGP9.5 1.47+0.44 1.64+0.52 1.760 0.081

R2 MREREWMERANSERSHR
Table 2 Multivariate analysis of prognosis in patients with
lung adenocarcinoma
16kr  BME SEf Wald *fH
Sox2 #ik 0.823 0241  11.625

p53 %k 0.986 0263 14.028
ST2 %35 0.758 0238 10.115

OR(95% CI) P
2.277(1.419~3.655) 0.001
2.680(1.600~4.491) 0.000
2.134(1.338~3.405) 0.001
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BTN E) ROC B £
Table 3 ROC curve of serum Sox2, p53 and ST2
expression levels in predicting prognosis of lung

adenocarcinoma patients after chemotherapy

eIz AUC R FRRE O WERE PE

Sox2 0.691 0.791 0.754 0.788 <0.05

p53 0.756 0.812 0.798 0.806 <0.05

ST2 0.656 0.775 0.705 0.736 <0.05
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Figure 1 ROC curve
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Predictive value of serum sSICAM-1 combined with ultrasonography on adverse pregnancy
outcomes in pregnant women with intrahepatic cholestasis

CHEN Tingting*, LU Yueting, CHEN Yueqing

(Department of Obstetrics and Gynecology, the Second Affiliated Hospital of Guangdong Medical University ,
Zhanjiang, Guangdong, China, 524000)

[ABSTRACT] Objective To investigate the value of serum soluble intercellular adhesion molecule
(SICAM-1) combined with ultrasonography in predicting adverse pregnancy outcome of pregnant women with
intrahepatic cholestasis (ICP). Methods A total of 106 pregnant women with ICP were selected from the
Department of Obstetrics of the Second Affiliated Hospital of Guangdong Medical University from January 2020
to December 2021. According to pregnancy outcomes, they were divided into the control group (good pregnancy
outcome) and the observation group (bad pregnancy outcome). Arterial hemodynamics and serum sicAM - 1
levels were compared between the two groups, and the influencing factors of adverse pregnancy outcomes were
analyzed. ROC curve was used to analyze the arterial hemodynamic parameters and the value of SICAM-1 in
predicting adverse pregnancy outcome of ICP. Results Adverse pregnancy outcomes occurred in 31 cases
(29.25% ). The levels of S/D and serum SICAM-1 in the observation group were higher than those in the control
group (P<0.05). Multivariate Logistic regression showed that increased S/D (OR=5.334) and sicAM-1(OR=
1.009) were independent risk factors for adverse pregnancy outcomes (P<0.05). The ROC curve showed that the
AUC of S/D, sicAM-1 and combined indicators were 0.741, 0.756 and 0.941, respectively, the sensitivities
were 0.903, 0.547 and 0.827, and the specificities were 0.507, 0.871 and 0.968, respectively. Conclusion
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Serum sICAM-1 combined with ultrasonography to detect adverse pregnancy outcomes of ICP can effectively

make up for the lack of ultrasound specificity, improve the diagnostic effect, and has application value.
[KEY WORDS] Intrahepatic cholestasis ; Adverse pregnancy outcome ; Ultrasound ; sSICAM 1
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92 25 L AT RE A2 ICP & Ak & Jie oo 78 b i) B 22 A
Z 0 41 it Ta] 5 BFF X7 -1 (intercellular adhesion
molecule-1, ICAM-1) J& T % 3% BR A F1B KT 2
HAZ O Z—, 2 58 W B LL S A b
& IFTEH ORI EEAEN . BF9E R, T
ICAM-1(Soluble intercellular adhesion molecule-1 ,
SICAM-1) i il T ICP & Wr B & & &
JET R I SICAM-1 50 75 4G £ ] kM i
FERG AR S BN AL, $2 5 ICP 2 W AR o A BT
RERTT SICAM-1 1B A5 B 75 G A5 TN TICP 2230 A )L
GEHR 235 JRy 1) A8, LA IDE A i PR A2 7 4 IR B 4 S
o BEINT

1 HABITTIE

1.1 — ek

VEE ™ AR AR A B8 55 R B =Rl 2020 45
1 H & 2021 4E 12 H ICP 22141 106 1l , #< 4% 4 Uik 4%
JR R A3 4L AR A R R R IR W R4 R
AR, PAFRUE : O B IR T N
BV IR FRRE 12T $6 1 (2015) ) v ICP AH 475 1 W]
Wi Wt ; @4 20 5 2 DL B @ HUIR IR ; @2 5
7 25 A LA I @ HIBEA 98 WA IR B R 45
HEBR AR UE - DI & w5 M0 0E ; @4 FF WA g
QA M S A 1 B ™ TR s DA FF N4 I
OAIHFIIRERAE . ARIFFTRAT ARIERFKAKHE
o R BEAC B2 A AL
1.2 ik
1.21  F KA

454 % E GE Voluson E8 £ 3% 1l #8 7 12 Wt
Ao ZIABCT M, ¥R 3 8 8 B #8078, K i L

RO, ELHE G B B R TR R K
s A DL R 2K e, 5 e R A, RS R LB A BT 7R
B G KAk B8 SRR LA T HERR o BUIG
B 5B R AL R AR 2.5 mm, LY 5 W)
Je SN T 600, AR E bR fEC 3l JE I ARG
5 A, T 5% 2 ko i 2 5, 60 35 8 Bl 48 5
(pulsatility index , P1) | BH JJ 4§ %X (resistance index,
RI) LA S e 4 0 (B 3% 7 (systolic peak velocity , S)
55 &7 5K 307 14 {77 3% (diastolic peak velocity,, D) , 3
T S/D.
1.2.2  [fiLi# sSICAM-1 /K- 72

SRAEZE 10 23 WG K 0. 5 mL T AR TR L A R
M4, 3 000 t/min, & .0 4% 13.5 cm, &0 10
min, L2 05, B T-80CHIE M i, R
Tt B 47 28 W o 925 00 72 SICAM-1 7K -, i 571) 5
B L5 SR A R AR A RS A ™ 4% e B
VLT THRAE
1.3 Gtk

i SPSS 22.0 4 HGE R IF AT Ge 1t o0 A . A
B IESAA TR TR L (3 +5) FoR AT K505 31
BB n (%) FRow , #EATHE A 538 5 R £ 00
Logistic [M1H 437 AN B AR IR 45 R & A B FG G TR 2%
21052 TAERHE (ROC) 124347 sSICAM-1 | #
7SR A T b BN R 45 R AR o
Graphpad prism8 #174: Kl 5341, LA P<0.05 %R 22
SAGIE L

2 H#R

21 AR UEURES R 0 K 4 HE 2k ekt

106 {71 ICP 221 v, AN R AT YR 45 Jmy & 4 31 441,
KRN 29.25% , KABIK 41 K, FEALFER L
Bl G R RARE L B A LE B A, 43
A 7HIR 3R 10 IR 13 IR 8 Bk . P4
FERGORE . X B4R WS 22~37 %, -1 (28.58+3.44)
% ,BMI 22.9~27.6 kg/m”, *F-3J(24.82+1.37) kg/m*;
WEE 2 AE % 23~36 %7, 134 (28.45+3.14) %, BMI
21.7~27.8 kg/m?, V-1 (24.76+1.24) kg/m*, Wi 41 4F
% BMI H #5822 R IR 4127 2 X (1=0.184.,0.230;
P=0.854.0.818) ,
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2.2 WM S%0 Pl .RI,S/D /K- Ho Ak : Mo
P4 PLLRI A 22 7 o4t it22 B L (P>0.05) ; it
%4

WLEELH S/D K- T IRAE , 22 A e it X
(P<0.05), W1,
x1 WMABESHPLRI.S/DKFLE (x+5)
Table 1 Comparison of ultrasound parameters PI, RI and

S/D levels between the two groups (x+s)

0 02 04 06 08 10
LS

S/D SICAM-1 KBS ERFINA R TFIRE B
ROC %

&1

45 n PI RI S/D
S A 2 75 1.97+0.46  0.82+0.11 5.31+0.76 Figure 1 ROC curves of S/D, sSICAM-1 and combined
Ul il 31 2.06+0.54  0.84%0.13  5.88+0.53 indicators in predicting adverse pregnancy outcomes
HH 0.870 0.807 3.806
P{H 0.386 0.422 <0.001

2.3 A I SICAM-1 7K L4

Xif B4 1ML 7 SICAM-1 7K - iy (242.56+57.94.)
ng/mL , Wi 2 41 1fi ¥ sSICAM-1 /K 3% & (307.35+
63.58 ) ng/mL . WL 41 IfiL 7 SICAM-1 /K F & T
PR, 22 55 A it 2R B L (1=4.894, P<0.001 ) .
2.4 YW RATLURES R 2 K E b

DUAT R 25 5y S IR S £, % S/D L SICAM-1 4R R
H 25 1 44 A\ £ JT Logitstic [0l 45 5 | 4347 2% IR i
78+ S/D JF E (OR=46.413) . sICAM-1 T} & (OR=
1.043) Sy AN R AT 4R 45 s 09 ok Sz A8 B & (P<
0.05), W32,
2.5 S/D SICAM-1 BN K 4E R 4s & i

¥ S/D . SICAM-1 44 A Logistic [7] =45 74 | 75 5]
UM MER , BB A 845, AUC A 0.941 , UK H
0.827, F¢ 5 &k 0.968, 1 T #.— K il (P<0.05) .
W3 K1,

3 itig

ICP J& 4k H RS0 o5 WF R AE 2 — , Z2 HAT B
ORI A | LY A B AR BT i AR R R B, ]
FRBEA A R IR LA RS SR, ™ L A]

RE S ECE P LAETZ . BT LA, LR X} ICP 22 4
PR&5 JRy HEAT A SOPEAR 5 3 LA, X616 L L= 3
G N AR F B EE ., FHNIMFRIRE, ICP
FEIAUR R = L4 R & AR AR T IR R A R A I
& B, LR RAE 19% L LB N B AR TE 22%
Ph b BEIR3AE 0.5% A2 47, oK 15 YL A 27% /2
Fl AR AR AR R SIS —E
DR , iR i S T30 ICP 2R {0 4T YR &35 J= i A R%
HEYIbREY), DLk ICP His KX Bl 7= LTS .

7 0 L PRLRG:  BE A% 6 20 /0N il 3 Jik 43 <2 1t
AT SIS, IEH TE LT, B JLIE & fili 5 ik
A3 S I A4 T S B ) LU T S AR R
Y, 3B ER R 7R S 0 [ I (B B e e A 5 A A R
A A Sl ko S I 4 B S ) U, 4k i ]
FEAR USRI MG MR . (HR BT T
15, o fAS 4 21 BE. ) B 34, #CPTLRL.S/D &

SEHMCE R ARSI A S 3h bk i i 2 AR
AR LIX il I A7 bR A HE A BRI T . A Y
/N, S/ID AR EE AR bR, T IRAS B s
FEWTE LI, A BAEIRSS R 2 ICP 22141 S/D /K F
B YRE, 5 K A4 9, S/D THE nl g5 ICP 2240
WA BT URSS /A7 7E R AR5 RS

x2 FMAREIRER % E X Logistic B3 F 4R
Table 2 Results of multivariate logistic regression analysis on adverse pregnancy outcomes
FAGISES B 1H SE {8 Wald OR{H 95% CI P{H
S/D 3.838 0.872 19.384 46.413 8.408~256.202 <0.001
sICAM-1 0.042 0.009 22.785 1.043 1.025~1.061 <0.001

&3 S/DSICAM-1 REX SRR R IR FH ROC &R

Table 3 ROC analysis results of S/D, SICAM-1 and combined indicators in predicting adverse pregnancy outcomes

BTN AUC SE 4 Cut-off e Al R E FES 95% CI Pl

S/D 0.741 0.048 5.360 0.410 0.903 0.507 0.647~0.836 <0.001
SICAM-1 0.756 0.049 301.210 0.418 0.547 0.871 0.659~0.853 <0.001
B 51845 0.941 0.021 0.782 0.794 0.827 0.968 0.899~0.982 <0.001
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WA G5 — B, I Btk — 25 Hr & 3, S/D T
S ICP 24 e A A R YR &5 =y i ph <7 fE R 2
ST PR 5k B P I B A5 2 0 A A s ik i o
Bl 12 R B R R R BUR AN R AT IRY, )
4 XU B i - T

UL AR A R, ICP KA 5 G 38 S5 2 DI AH
K, SICAM-1 Al IEPERR -, Iz AE7E T 40
A ORI A0 M R T . IE R A BE AR R, i v
SICAM-1 7K WA, {EL 2 5 i o) o] ik HL o 3%
ikt BRAERRSR R, 427 10 SICAM-1 7K - B i
T = TR AR B ™ AN R AT RS R KUK
SICAM-1 W 6 2 5 IR IF RIE &4, HAET
SICAM-1 5 ICP ¢ & AR M . ABFFREE R Bow,
SICAM-1 7K V- T} 5 hy ICP 22 A AN B 4 R 445 ) 1
STfERIRN R . ST H S, SICAM-1 KSE T, Al 4
Bly e PR 0 M 8 B 27 A PN B A LR ER ARRE EB A
T ICP 22 LA 5 i J By, 55 e Rl , S5 4E 1R
T VP 0 S 2 5% PN R A A A PR R
— 54 W B SICAM-1, 72 AR TF AR 7R 1 6
I3 SICAM-1 7K -6 50 0 P & AR B g A
SICAM-1 7K F- 1 A VB FH F 1 I i) 66 o, SCH B A
B AR MR, AT 5 & IR R Rt . A, AR
I K, S/D SICAM-1 Mk G FebRIgAH — & T
TAE . YR AR SR, S/D SICAM-1 K& 48
B B AR 43 3110 0.903,0.547 ,0.827 , 5 53 433l
9 0.507.0.871.,0.968, i 7+ ki A Pl 4 5 B — %,
T BRARE S BE RGN, AT R4 MR P R A R S AN
JE R AR . BRI, I PR AT A2 117 sSICAM-1
IR A5 e 75 A A R 4 v T TCP 22 A A R AT i
S5 RGN AN R URES Jy &2k

zi b, SsICAM-1 5% 5 ICP 22 AR RAIE R %5 J=
KA, SID TF i SICAM-1 KA KB AR IR 45 J&) (1t 57
R R o I R AT W sSICAM-1 28 4k, BE 4 i 7
A A TAR T ICP Z2 IS RLAT R4S Jm , RV R st
Ze0 o a1 (A NS e e <

&% 3k
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ZAE M A e R K -5 5-HT . R Pk -1 #1 BDNF
KRR &

WA AR I xle BEARY ## KA

hLﬂ

(¥ E] BH HICeEMA e B ALK -5 I i B 2% 5t (5-HT) L R F (TNF-a.
IL-6) Fi Y5 il 288 3% I F (BDNF) K P9 C R o Ak BEHC20194F 3 F 5 2021 4F 12 F 7RAE B 24 B
B I 5 5 i 28 N RHISCTR 1 & AR IR A T s R 3 223 9 R iR 58 X 42, SR F DU K T A A 2t 3% (HAMD) P14k
EEMARKT- F HAMD 4329 43119 95 1] £ 35 40 ASABZL , HAMD 1¥-43<9 4311 128 f3i] 35 44 A JE AR
2H . KT B % 5-HT . TNF-o  IL-6 F1 BDNF K-, I3 ROC £k 40Hr b 34 R - X6 2 4F figi 25
JEIABEIZ W, &R AEHIARZL I 5-HT .BDNF /K-35 THIARA , 22 84 it & X (1=3.559,
2.773, P<0.05) ; AEFMARAL M 3 TNF-o  IL-6 7K V- RIS TR AL, 22 747 e 14 & L (1=15.032,9.976, P<
0.05) . %R & Logistic [F 44> #7 . 7~ , 5-HT (=317, OR=1.373) . TNF-a ( $=0.273, OR=1.314) .IL-6
(B=0.916, 0R=2.838) J&: AT M 2% e AR At 37 FE M Rl 32 (P<0.05) . ROC £k 7R , M1 5-HT . TNF-a Fl
IL-6 = F AR A AUC 2 0.924 , BUBPE RS 535018 94.74% . 86.72% , It T 5. — 5l (P<0.05) .
it B MR G R AR A T BE - I I S B A A | LT A M R KO T R A G

[SEgER] A rbs J0AR; FARCSR 5 Mg o b 228 75 15 Mél?’—

The relationship between depression level and levels of 5-HT, inflammatory factors and
BDNF in the elderly after stroke

XU Qiangian', QIAN Xudong', SUN Fan', LIU Heng', DOU Zhijie', GONG Jing®, ZHANG Jian'*

(1. Department of Neurology , Affiliated Hospital of Chengde Medical College , Chengde, Hebei, China,
067000; 2. Department of Internal Medicine, Longhua Hospital, Chengde , Hebei, China, 067000)

[ABSTRACT] Objective To explore the relationship between depression level and serum
monoamine transmitter (5-HT) , inflammatory factors (TNF-a, IL-6) and brain-derived neurotrophic factor
(BDNF) levels in elderly post-stroke patients. Methods A total of 223 elderly post-stroke patients admitted
to the Department of Neurology, Affiliated Hospital of Chengde Medical College from March 2019 to
December 2021 were selected as the research objects. The Hamilton Depression Scale (HAMD) was used to
evaluate the depression level of the patients, and the HAMD score was = 9 points. 95 patients were included in
the depression group, and 128 patients with HAMD score<9 were included in the non-depressed group. Serum
levels of 5-HT, TNF-a, IL-6 and BDNF were detected in all patients, and the ROC curves were drawn to
analyze the diagnostic value of the above factors for post-stroke depression in the elderly. Results The serum
levels of 5-HT and BDNF in the non-depressed group were higher than those in the depression group, and the
difference was statistically significant (=3.559, 2.773, P<0.05). The serum levels of TNF-« and IL-6 in the
non-depressed group were lower than those in the depression group, the difference was statistically significant
(t=15.032, 9.976, P<0.05). Multivariate Logistic regression analysis showed that 5-HT (=317, OR=1.373),

FBE R A RIE T A FH AR R S LR XA B (201904A042)

Ve 45 1. ARIEE F R B E AT 2 A4, 74k, & 4E 067000
2. AL E R AL, 7T Ak, R A2 067000

*iBAEAE S R, E-mail : 54459110@qq.com



BT SRYT 45 20224E6 ] 5144 #5641 T Mol Diagn Ther, June 2022, Vol. 14 No. 6 - 1005 -

TNF - « ($=0.273, OR=1.314) , IL - 6 (f=0.916, OR=2.838) were associated with post - stroke independent
influencing factors of depression (P<0.05). The ROC curve showed that the AUC of the combined detection of
serum 5-HT, TNF-a and IL-6 was 0.924, and the sensitivity and specificity were 94.74% and 86.72% ,

respectively, which were better than single detection (P<0.05). Conclusion The occurrence of depression in

elderly post-stroke patients may be related to the the decrease of serum monoamine transmitter secretion and the

increase of serum inflammatory factor levels.
[KEY WORDS]

Inflammatory factors

AR Bk A v S AR R, E R
JE W A A R B A A E R R . AR
HORAL ) 5 R R A R L R 2 A | 5 W i i 45 R AR
I AAE , IS PEBEE 25 A O BRRAE E Bafit 2 fiaerp
J& HAR (post-stroke depression, PSD ) J&— it 5 A<
AHOC Y B DGO ACAE , B8 7R N AS rp st P R
2B A N AMARARZS o 45T PSD 1y 3L AE B
SEANANTE S H PSD IIRY7 S5 B 1A 1
Jor i 2 UIAROC , DR R B 50 A= Wb il 0 o Sl
R S AIARAE Y e SR AR R B, 5- R A (5-hy-
droxytryptamine , 5-HT ) J2& i # 5 j&e S fifr 25386 i, AIK
7K 5-HT A g5 Ak 28005 S D ig 32 4 A i
W5 & PSD™ ik Y5 M 4 287 3% A 7 (brain derived
neurotrophic factor, BDNF ) & il £ 5 F2 K 1 (ff 4=
K ) 1 — A, SHUAE EAE G AT RED
REE ., ShWrFe G RIFFE R I, M S48 H 5
o (tumor necrosis factor-a, TNF-a) . 14 Z -6 (inter-
leukin-6, IL-6) 7] REFEFNARAE (1 & 2 FNRYT v & 4%
FRIRTEFY . AR BETTIS B A T B
/K5 5-HT . TNF-o . IL-6 I BDNF K 5E R
DI R4 PSD B T ITAN 5 T I R4

1 XN&5FHE

1.1 BN 4

EEL 2019 4F- 3 H 2 2021 4 12 H AR fE P= 2 e b
& = e 1 28 N BHICIR 18 22 41 1 26 v s FR 3 223 191
RGNS, SR LU /R TR £ 2% (Hamilton De-
pression Scale, HAMD) ™ A & 2 410 5 K -, 4%
HAMD 1-73=9 73 1) 95 il i 35 4N A S ARZH , HAMD
TEAr<9 719 128 Bl i E W AAEIMARLL . A ARRUE
OFF A (b Stk el 7 i A< rhi2 ik 8 B 2018)
IR ZE P 2 W bR I 28 MR 2 @4F i =60 %/ ;
QBHE EFIE MG EZRER . HibstrE: OF
FFHA B G e M sl TR R S s QAT L

Stroke; Depression; Monoamine transmitters; Brain - derived neurotrophic factor;

b b 28 R GEP0 , IR BERT 0 &85 @& Ik
i s At i 453 47 5 DA N1 22 , TC i L &
PILHAF IS P A 8 R S S Wbt b A, 252 5 0
Giit2EE L (P>0.05) , W3R 1. ARWFIE LR 2
Bt B s Bt = 2= AR B A o it

F1 MA-MABLLE [(x£5),n(%) ]
Table 1 Comparison of general data between two groups
[(x£s5),n(%) ]

4] Pl 4]

T

(L) 1.390 0.166
69.54+8.63  71.14+8.27

P % 52(54.74)  69(44.53) 0.015 0.902
I 43(4526)  59(55.47)

AP AL b 46(48.42)  57(44.53) 0.332 0.565
QIS 49(51.58)  71(55.47)

JRklL Ze 2Rk 19(20.00)  31(24.22) 0.728 0.467
VEE S5 52(54.74)  67(52.34)
WA R 8(8.42) 13(10.16)
HoAth 16(16.84)  17(13.28)

fzErhg 25(2632) 42(32.81)  1.095 0.295

1 L 31(32.63) 27(21.09) 3.772 0.052

BE R 16(16.84)  35(27.34) 3.409 0.065

1.2 Ko7k

T A ABER H W RRAE B A 15 25 I ik
I 10 mL, 3 A & A PUEEH R E IR G FE
1R % E 30 min, 3 000 t/min &5.0 10 min, 5.0
5 em 5 B2, fAF T80Tkt AFl . R
JH TT R 9 o 125 ol B £ 92 WA 552 50 el ] ELIS A 351
& (B A B AT B2 B ) I 2 1f 7 TNF-a
IL-6 F1 BDNF /K-, 5-HT N %% 40 06 07 %
WM
1.3 Giilorik

% FH SPSS Statistics 21 4¢ it =% & A4 ik F7 4
Bro THRBERILL (x£s) Fom , R e K50 5 THEWE
BELA n (%) 2, R 2 K50 s Z2 A1) FL R FH o
275 225347, SR FH ROC k43 H7 45 15 bRis Wi i
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{8, BHZE T FUE (AUC) 1Y B R AR S B 5
P<0.05 BRZEFAGITE L.

2 #R

21 P4l 5-HT , TNF-a , IL-6 fil BDNF /K ¥
s

JEHIAR L 1ML 7% 5-HT . BDNFE /K - 34 &5 T 41
H, 258505 L (1=3.559,2.773, P<0.05) ; F
TIABLH I 3 TNF-a \ IL-6 K F- B FIARLL , 22 5
Y L (1=15.032,9.976, P<0.05) . W32,
#®2 PAME 5-HT . TNF-oIL-6 #1 BDNF K FLLE (x+s)
Table 2 Comparison of serum levels of 5-HT, TNF-a, IL-6

and BDNF between two groups (x+s)

5-HT TNF-a IL-6 BDNF
(ng /L) (ng /L) (ng/L) (pg/mL)
AR 95 313.33+101.24 105.21 £14.82 73.52+15.76 23.22+5.05
AEFARLH 128 377.52+152.59  78.35+11.85 56.18+10.14 25.18+5.34
tH 3.559 15.032 9.976 2.773
P 0.001 <0.001 <0.001 0.006

il on

2.2 A RIS Z R 53

Z N % Logistic [M1J943#7 7% , 5-HT (B=317,
OR=1.373) .TNF-a($=0.273, OR=1.314) .IL-6( B=
0.916,, OR=2.838 ) J& & 4F- Il A< v 5 T Al 1Y 1l 37 52
Wi R & (P<0.05) ., W3,

®3 MEHRIEMER S E R Logistic BYFSHT
Table 3 Multivariate logistic regression analysis of post-

stroke depression

WuHNE  pMH  SEMH Wald ORH  95% CI P
5-HT 0317 0125 6431 1373 1.036~1.541 0.011
TNF-a 0273 0.112 5941 1314 1.082~1.633 0.015
IL-6 0916 0.398 5297 2499 2012~3.347 0.021
BDNF  1.043 0.572 3.325 2.838 1.102~3.495 0.068

2.3 fil{E 5-HT .\ TNF-a Fl IL-6 7K VX i 25 v s i
ISR IRANED

ROC £k .7~ , I3 5-HT , TNF-a 1 IL-6 —
FHECA KA AUC Sy 0.924, HUSE 5 51 40 1
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Table 4 The diagnostic values of serum 5-HT, TNF-a and IL-6 levels for post-stroke depression

R AUC 95% ClI BT AR ek PH
5-HT 0.855 0.771~0.921 334.78 ng/L 0.863 0.805 <0.001
TNF-a 0.732 0.651~0.803 93.67 ng/L 0.790 0.766 <0.001
IL-6 0.754 0.693~0.844 68.15 ng/L 0.832 0.789 <0.001
5-HT+TNF-a+IL-6 0.924 0.865~0.985 334.78 ng/L+93.67 ng/L+68.15 ng/L 0.947 0.867 <0.001
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Expression and clinical value of serum EGF, sCD163 and IL-6 in children with neonatal
pneumonia
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[ABSTRACT] Objective To investigate serum epidermal growth factor (EGF), soluble hemoglobin
Doffer receptor (sCD163) and the expression and clinical value of interleukin-6 (IL-6) in children with
neonatal pneumonia. Methods A total of 57 children with neonatal pneumonia who were treated in the
Outpatient Department of Henan Provincial Children’s Hospital of Zhengzhou University Children’s Hospital
from January 2020 to December 2021 were selected as the observation group. Fifty-seven healthy children who
underwent physical examination in the outpatient department were used as the control group, and the serum
levels of EGF, sCD163 and IL-6 were detected and compared between the two groups. The 57 children in the
observation group were divided into a mild group (37 cases) and a severe group (20 cases) according to the

severity of the disease, and the serum levels of EGF, sCD163 and IL-6 were detected and compared between
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the two groups. The ROC curve was used to analyze the predictive value of serum EGF, sCD163 and IL-6 levels
on the severity of disease in children with neonatal pneumonia. Results The serum levels of EGF, sCD163 and
IL-6 in the observation group were significantly higher than those in the control group, and the difference was
statistically significant (P<0.05). The serum levels of EGF, sCD163 and IL - 6 in the severe group were
significantly higher than those in the mild group, and the difference was statistically significant (P<0.05). The
serum EGF, sCD163 and IL-6 levels were positively proportional to the severity of the disease in children with
pneumonia (P<0.05). ROC curve analysis showed that serum EGF, sCD163 and IL-6 levels had predictive value
for disease severity in children with neonatal pneumonia (P<0.05). Conclusion The levels of serum EGF,
sCD163 and IL-6 are different in healthy children and children with neonatal pneumonia, and in children with

neonatal pneumonia with different conditions. Determination of serum EGF, sCD163 and IL-6 levels can be used

as a reference indicator for judging whether neonates have pneumonia and the change of pneumonia condition.

[KEY WORD] Neonborn; Pneumonia; Epidermal growth factor; Soluble hemoglobin scavenger

receptor; Interleukin-6
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Table 1 Comparison of serum EGF, sCD163 and IL-6

levels between observation group and control group (x+s)

21531 n  EGF(ng/L) sCD163(mg/dL) IL-6(pg/mL)
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Table 3 Predictive value efficacy analysis of serum EGF,

sCD163, and IL-6 levels on disease severity in children with

neonatal pneumonia
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1845 AUC i WURF FRSF Cut-off  95% CI P

EGF 0.943 0.819 0.900 0.919 40.355 0.875~1.000 <0.001
sCD163 0.914 0.796 0.850 0.946 9.370 0.829~0.999 <0.001
IL6  0.985 0.900 0.900 1.000 49.075 0.961~1.000 <0.001
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Figure 1 ROC curve
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Value of combined detection of CA15-3, CEA, CA125 and COX-2 in the diagnosis of
breast cancer

TIAN Ping'*, XUAN Xiaoshan®, CHEN Jing'

(1. Department of MDT Diagnosis and Treatment Center for Breast Cancer, Cancer Hospital of Jiulonggang
Oriental Hospital Group, Huainan, Anhui, China, 232085; 2. Department of Radiotherapy, Cancer Hospital
of Jiulonggang Oriental Hospital Group , Huainan, Anhui, China, 232085)

[ABSTRACT] Objective To study the value of joint detection of carbohydrate antigen (CA) 15-3,
carcinoembryonic antigen (CEA) , carbohydrate antigen 125 (CA125) and cyclooxygenase-2 (COX-2) in the
diagnosis of breast cancer. Methods Totally 53 patients with breast cancer (breast cancer group) who were
admitted to Cancer Hospital of Jiulonggang Oriental Hospital Group, Huainan, Anhui, 61 patients with benign
breast disease (benign breast disease group) , and 68 healthy individuals (healthy group) were enrolled in this
study between May 2019 and May 2021. Serum CA15-3, CEA, CAl125 and COX-2 levels were compared
among the three groups, and value of joint detection of above markers in the diagnosis of breast cancer was
explored. Results Serum CAIl5-3, CEA, CAl25 and COX -2 levels in the breast cancer group were
significantly higher than those in the benign breast disease group and the healthy group, and the differences
were statistically significant (P<0.05). There was no significant difference in serum CA15-3, CEA, CAI25
and COX-2 levels between benign breast disease group and healthy group (P>0.05). The positive rates of single
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and combined detection of serum CA15-3, CEA, CA125 and COX-2 in the breast cancer group were higher

than those in the benign breast disease group and the healthy group. The seropositive rates of the four combined

tests in the breast cancer group were higher than those in the single test, The differences were all statistically
significant (P<0.05). The sensitivity and specificity of combined detection of CA15-3, CEA, CA125 and COX-2
were 92.45% and 93.44% , respectively. The receiver operating characteristic (ROC) curve analysis showed
that the joint detection of CA15-3, CEA, CA125 and COX-2 had the highest value in discriminating benign

and malignant breast lesions. The area under curve (AUC) was 0.929, and the Youden index was 0.859.

Conclusion
diagnostic efficiency of breast cancer.
[KEY WORDS]
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Table 1 Comparison of the expression levels of CA15-3, CEA, CA125 and COX-2 among the three groups (x+s)
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{at 2R 68 14.29+4.87 2.96+0.97 6.84+2.51 7.31%5.65
FAH 138.187 150.841 371.616 384.374
P1H <0.001 <0.001 <0.001 <0.001
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100 Frmrdormry ] e /
[ o 4 — CA125 ik
i ;"’ 4 5 HUEE

80 b

-+ CAl5,

/A - COX_2 ik
- UG S

E=l

0 20 40 60 80 100
100 45544

Bl CAl15-3.CEA.CAI125.COX-2 5 M LB &4 K
ROC M %
Figure 1 ROC curve of CA15-3, CEA, CA125, and
COX-2 single and joint detection
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Effects of 2% minocycline hydrochloride ointment on IL-17, TNF-a and sICAM-1 in
patients with chronic periodontitis

CAI Chenyu', CAI Shixin'*, LI Yuanyuan', ZHANG Jianfen’

(1. Department of Orthodontics and Prosthodontics, Hengshui People’ s Hospital, Hengshui, Hebei, China,
0530003 2. Department of Oral Medicine, Shijiazhuang Medical College, Shijiazhuang, Hebei, China, 050000)

[ABSTRACT] Objective To investigate the effect of 2% minocycline hydrochloride ointment
combined with metronidazole stick in the treatment of chronic periodontitis and its effect on levels of interleukin-
17 (IL-17), tumor necrosis factor-a (TNF-a) and soluble intercellular adhesion molecule-1 (SICAM-1) in
gingival crevicular fluid and serum of patients with chronic periodontitis. Methods A total of 90 patients with
chronic periodontitis who were admitted to the Department of Oral Medicine of our hospital from September
2015 to February 2018 were selected as the research objects. They were randomly divided into group A and
group B, 45 cases in each group. The former was treated with metronidazole stilus, and the latter was treated
with 2% minocycline hydrochloride ointment combined with metronidazole stilus. Both groups were given 4
weeks of treatment. The periodontal improvement after treatment was observed and evaluated. Gingival
crevicular fluid samples and serum samples were collected before and after treatment to determine the levels of
inflammatory factors (IL-17, TNF-«, sSICAM-1) and evaluate the short-term curative effect. Results ~ After
treatment, the plaque index (PLI), periodontal attachment level (PAL), periodontal pocket depth (PPD) and

gingival bleeding index (GI) in the two groups were significantly decreased compared with those before
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treatment, and the decrease in group B was more obvious. There was statistical significance (P<0.05). After

treatment, the levels of IL-17, TNF-a, and SICAM-1 in gingival crevicular fluid and serum in the two groups

were significantly decreased compared with those before treatment, and the decrease in group B was more

obvious, and the differences were statistically significant (P<0.05). The total effective rates of group A and

group B after treatment were 75.56% and 91.11% , respectively, and the difference was statistically significant

(P<0.05). (P<0.05). Conclusion

2% minocycline hydrochloride ointment combined with metronidazole

stilus can effectively improve the periodontal status of patients with chronic periodontitis, inhibit the

periodontal inflammatory response and improve the clinical therapeutic effect.

[KEY WORDS]

Inflammatory reaction
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F1 4/~ 2 -17 (interleukin-17,1L-17) R RFE A 1«
(tumor necrosis factor-o, TNF-av) . 7] 7 P4 40 itd 6] &5
[ff 43+ -1 (soluble intercellular adhesion molecule-1,
SICAM-1) K-F- R WEE 5 , W7 2% ERh ORI PR R
R ICA A e R R TS M A R A I R SBOR
PHGEIT

1 ABSHE

1.1 ImIRTER

FEIARE O R 2015 4F 9 H £ 20184F 2 H #]
[EJISCIE 1 00 B PE 24 Ji] 58 e 3 M F e X 42, LARBAIL
BUFFRIE N A B A A5 01, ILH A& TR HLLL 7R
BMERTEIFE X (P>0.05), W 1, AEbriE:
O=20 % ; QA7 B ig A R 78 M £1 M A R4 RE S IE AL
T JEESEETE R OFF A CF i) i A 2 Wik
WHE, RAT RAE , B2 H IR @I R ERE5E 3
HE RS ARE G H AR S ARG A
TS BN B A= P e A B A i Gl ) VA
KR, Z X HE WS EME R Z A HEBR R
D2 14 B 5 AR P a0 , 54 A DG s 5 @ik
3MHAWGH SR ARSI S i)
W1 124 H W23 A BT T s @A I R
Gopedn Bt 9 s XD i A

Minocycline hydrochloride ointment; Metronidazole stilus; Chronic periodontitis ;

x1 FWH-MABEE (2(%), (x£5) ]
Table 1 Comparison of general data between the two groups
[n(%),(x£s5)]

4 n MR/ AR RRGE)  RIOR
A4l 45 29/16 57.55£10.19  4.96£1.02 23(51.11)
B4l 45 26/19 56.71£9.37  4.75x0.86 19(42.22)
PRl 0.412 0.407 1.056 0.714
P 0.517 0.685 0.294 0.398

1.2 Bk

BB TR R SRR SRR R4S
HREBIE 25T 3% HAL AT 0.9% AL BT SR AC
NpESE RS —E WIRE A 50 B AR
A LB T e (= 25E5 H43020081 , i1
TR il 25 BR TR A R S 0.5 g)iR77, Bk
J7 ¥ AR SR AS Y CE MR 2 em, 2 IR/ . B
HBHETE A AR L 530 2% ER BOK 0 3= 50
(FMHIES H20100244., H 7% Sunstar INC 23 A , A%
0.5 @) WATRYT , BART L AR T8 BRis R
OB 10) F R AR ISR M2 v, B 2 10 (25 1) Ak
i oA HE) o VBB BRI E 1 h WER R A5
L LR, P ES 25 48,
1.3 WEAE IR

AT 40U E FPEAl ¥6 97 1T 5 2 F6 S 15 0
£ 5 4 1 4 14 B 48 %X (Plaque index , PLI) | 2 J& [}
% 7K F (Periodontal attachment level, PAL) . 7 J& 43
R (Depth of periodontal pocket, PPD) fz 7 #i? H IfiL
}8 % (Gingival bleeding index, GI) . QIGJ7 HiJ5 ¥
3 mmx9 mm K/NFTHEEURACE AR E R 48 Th R
FEAL A AR IURVA R A, il B2 I bk i 4 mL,
3 000 r/min Z.0 AP 10 min J5 BUE R MG RAR , R
JH T B A0 28 43 B 36 I 6 980 Y B It 3 P TL-17
SICAM-1 7KV, TS 433 73 A vk 5 TNF-a0 7K
1.4 JPRCHE bR

it PPD 5 GI B AF BT E ™ . WA:GI T
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Wk 50% , PPD i it 2 mm, A BRAKE IE 4 5
A% : GIF KRBT A T 30% 25 50% 22 ], PPD />
1~2 mm, J&y i 24 R I 5 D0 Ak R 1K b AR
Moo WATRCRLL AL A RBIEO T
1.5 Giitaditk

K G241 1F SPSS 19.0 43 B Rk BEECHE
YRR (r 2.5) F3 AT K0 90 s HHROZORR
Won(%) 37 A7 ¢ K% s LL P<0.05 22 54 Seit

2 &R

2.1 PHZIRYTETE A el s O L

PRALIAYT R O e 22 S e e 4 L (P>
0.05), JAJ7)5 PLL.PAL .PPD.GI YW S FEA%, H B4
FREEIR R, 2= RIS R L (P<0.05), WLk 2,
2.2 PRLLIRYT RS EYA W S ME H IL-17 . TNF-a |
SICAM-1 7K Fr 35

A 2EL 36 97 TR 94 Y A I 5 P TL-17 . TNF-a
SICAM-1 /K- LR T G it24 38 X (P>0.05) o 797

J B YA M L% Y TL-17 \ TNF-« , SICAM-1 7K 73
W1 R, H B A TR, 22 R A gt 2e
X (P<0.05), W33 .4,
2.3 MHIRYTITRLL

PIZIRYT R BA MR I E R A ST E L
(P<0.05), WL#E5,

3 it

R i 2 R AE GRS, R M R T R R R T 2
i IE w0 2 AL CF i L 2 SRS 2 iR A ) A2 3
RIEVE IR, 20753 i 3200 B0 T 4 e fe s
7 0 S5 7, A4 R AE PR B 0 A 5 AR P A ) 4R
2%, MM IL-17 , TNF-o 55 0] i HE 2 J 40 21 4% & P
IR R AR Y, A B0 T B AR ) S T
PR =] 1 — 20 R TR A )R R M R T 1 3
ik, SEEREW T IL-17 . TNF-o 257K - S5 i, b
Z 5| R 2 A I i R |, 0 e 2 SR 4 4
FREEEY . SICAM-1 My a e T i 1 240 e [ 5 50 4
+, AR 2 RGBS ARE SA BE K i B R ik

x2 MARTHETEALEFRRILE (x25)

Table 2 Comparison of periodontal improvement between the two groups before and after treatment (x +s)

g1l . PLI PAL(mm) PPD(mm) GI

b i) AT IR JRIT A BT A bE ] WRIT IR b i) RIT IR
Al 45 1.85+0.27 1.5620.24" 4.79+1.02 2.87+0.55" 5.88+1.25 4.80+0.96° 2.93+0.38  1.66x0.31°
B4 45 1.84+0.34 1.37+0.21° 4.76x1.09 2.02+0.41° 5.93+1.28 4.00+0.79° 2.94+0.35  1.43+0.26°
t{H 0.155 3.997 0.135 0.832 0.187 4.317 0.130 3.813
P 0.878 0.000 0.893 0.000 0.852 0.000 0.897 0.000

T SIRITRTILAL, *P<0.05,

R3 THEBTHIEIRAMIL-17 . TNF-aSICAM-1 7K FEL3E (x+s)

Table 3 IL-17 and TNF in gingival crevicular fluid of 2 groups before and after treatment- o, Comparison of SICAM-1 levels (x+s)

" IL-17(p/L) TNF-a (/L) SICAM-1 (/L)

- 71 n JEVIN 2 o JEVIN o o VN o

Ebagil] (g ERagil] (g Ebagil] {ERigE

A4l 45 61.05+10.97 43.36+8.34" 5.49+1.19 3.33+0.34" 209.33+23.20 102.63x19.76"
B4l 45 62.43+12.04 38.47+7.01° 5.50+1.27 3.19+0.20" 212.34+21.75 93.54+15.29°
t{H 0.568 3.011 0.039 0.969 0.645 2.441

P 0.571 0.003 2.380 0.019 0.527 0.017

H: 5IRYTHT AL, *P<0.05,

F4 FERTTARILES IL-17. TNF-a sICAM-1 /K FELE (x+5)
Table 4 TL-17 and TNF in serum of two groups before and after treatment- o, Comparison of SICAM-1 levels (x+s)

a5 . IL-17 (/L) TNF-a (/L) SICAM-1 (/L)

IRYT T AT E IRITHI RITE Eprgif] AT R
A4 45 48.50+9.97 27.36+6.34° 12.79+2.89 5.32+1.41° 118.33+14.80 65.54+7.79*
B4 45 48.43+10.34 23.47+5.91° 11.96+2.27 3.2720.60° 117.56+13.75 57.43+6.60"
i 0.033 3.011 1.515 8.974 0.256 5.328
P{H 0.974 0.003 0.133 0.000 0.799 0.000

50V AT L8, 'P<0.05,
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R5 PERTTITREE (n(%) ]
Table 5 Comparison of therapeutic effect between the two

groups [n(%) ]

2H 5 n AL ZEE Tk BARCE
A4 45  18(40.00) 16(35.56) 11(24.44) 34(75.56)
B 41 45 21(46.67) 20(44.44)  4(8.89) 41(91.11)
718 3.920
PA{H 0.048

4B BT 02 T BUSICAM-1 A i S B
ML ) SICAM-1 W] 5 S (5 5 1% i AL A
PEVH T AR ZFh RAE AR E , HA T ZEY
SR ALFE IR R e B T A SO T
BT PR LIS , 30 A Sy %o el 4 P 1 S
REFDFRECEE,

P P B 9 i R AL HLT SR AS TR AL 4N T, 5.
T SR SR Rk, 38 Ry i 24 vk B TC 1k ik )
PRI R 25 5, IR 3G s AE = AT g s |
JFEDiRem E , O r= w25 R SE S . kR
SEHRGE B, JRy i 24 HAT URORT A AL | 22 i
> REGR T R RN S 4 2 07 (8 S 20 R, SR
F IR 25 253697 2F JA 6 T AR AR R A8 80R . AN oe 4
R 2% AT R O A RS MR T AT
ARS8 8 2 TR O, T 5 JE 2 2R
RYERNE o X5 HRFHAESE"  Chackartchi 45 (1) 2%
WL, ZH I LA 29%E8 FR K 75 3 R 40H R
B 255 BIATT A JE 98, UE SE AT el o JERAS S AE
KRIEFEIRKT o B EE A BRI ORI IR R K
BYURTET, 45 255 7T 218 RO AE SR ff 3 A it i)
TV 18 i 24 vl B o) & AT 1) B 11T AT o
FH, ATA B8R K AT B B BE A BT, 3 T 3 3 10
2 Jis TG P 5 38 77 LB A R W R 4k T A 44
TR L 2RI | A 1 2 JRDE BT BTG 202, A
WA ] 33 3 410 71 40 B DNA & B BELIBT DNA 5% 5% 1
SR ET, LT ER TIRA R . BTk
ISR S, AR 2GRV E TR, 5 28 R ARG
R R 58 T IR B0RD , H S ORI R
AT S ¥ P [R) 300 TR RO, 20K T A A5CH ) S R A E J
NS AR B A G R R A 4L B LA BURALT
TR R 22T A E S 2% ER K IR R B
PR s A ] i e M o Tl R I R T T AL

25 b, 2% R W KT IR R BOR IS RS AR R
SN2 P IF T 98 97 A U0, TR R R A R VA TR
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$6§'$ PlpERR I A MM AR 516y /D LB
e SAA . INF-y Jz IL-33 /K 254k

)ﬁ;l,%-l* g{i%%l i_/[lﬂ_l i’/l ?}lgig’&ﬁgl %%_&gﬁl ﬂ;b—giz

(5 ZE] BH M i IR A A s 2 1A 7 /N LB AN S U8 RITEFETER E 1 A
(SAA) , T ZE -y (INF-y) K [ 41 i/ Z-33 (IL- 33)7}(%”4{: Fik WM BN REEBE 2016 4
1 H % 2020 47 4 A YGA Y 106 B 41358 96 L RIS [RE YT I 2050k 005 21 (B 19 e i e+ A7
25 78) 59 4l 5 ) R AL (A 23 18) 47 6, FLBS P 4 SAA (INF-vy & IL-33 . R [ B8 3R 38 B F -«
(TNF-a) . T4 M4 2 -6 (IL-6) . 14004 25 -8 (IL-8) ] ML 35 11 = ¥ B4 (LTEA) | BR A 4 i e fb 2 11 -1
(MCP-1) 7K LA Bl RAEAR T s ), 5 5R WERAHIB YT S SAA (IL-33 /K VB B AIK T % B 20, INF-y 7K
S i T BRAL, TNF-« \IL-6 . IL-8 /K F-BH AKXt B4l , LTE4 \MCP-1 /K-8 AR X IR, 25 571
it L (P<0.05) . WL R GBI E Wiy B, T AR B ) 3 W AR T X R, 25 B it
X (P<0.05), it $W%BT#@E§E%1¢H3€A7Fﬁi&%S1ﬁ BT /INL B SR AT RE IR L SAA (IL-33 K
S BN INF-y 235, I S RERE IR G2 A , NI AIE 0 ER 5 R A2

[RiR]  PREERRPTHEIRH ; =18, /NLBM I RE R SAA; INF-y; IL-33

Changes of SAA, INF-v and IL-33 levels in children with bronchiolitis treated with ade-
nosine monophosphate combined with budesonide

SHI Yuxia'*, ZHANG Yingying', WANG Yan', WANG Cai', GUO Zedi', CAO Huina', ZHAO Qiaoxia®
(1. Department of Pediatrics, Zhengzhou Seventh People’s Hospital , Zhengzhou, Henan, China, 450000 ;

2. Department of CSICU, Zhengzhou Seventh People’s Hospital, Zhengzhou, Henan, China, 450000 )

[ABSTRACT] Objective To analyze the changes of serum amyloid protein A (SAA), interferon-vy
(INF - y) and interleukin - 33 (IL - 33) levels in the treatment of infantile bronchiolitis with arabinosine
monophosphate combined with budesonide. Methods A total of 106 children with bronchiolitis admitted to
Zhengzhou Seventh People’s Hospital from January 2016 to April 2020 were collected. According to different
treatment methods, they were divided into an observation group (adenosine monophosphate + budesonide) 59
cases and a control group (Budesonide) 47 cases. The SAA, INF-y and IL-33, and inflammatory factor [ tumor
necrosis factor-a (TNF-a), interleukin-6 (IL-6), interleukin-8 (IL-8) ], leukotriene E4 (LTE4), monocyte
chemoattractant protein-1 (MCP-1) levels and clinical symptoms improvement time were compared between the
two groups. Results The levels of SAA and IL - 33 factors in the observation group after treatment were
significantly lower than those in the control group. The level of INF-+vy was significantly higher than that in the
control group. The levels of TNF-a, IL-6, and IL-8 were significantly lower than those in the control group, the
levels of LTE4 and MCP-1 were significantly lower than those in the control group, and the differences were
statistically significant (P<0.05). The subsidence time of fever, rales, wheezing, and cough in the observation
group was significantly lower than that in the control group, and the difference was statistically significant (P<

0.05). Conclusion Adenosine monophosphate combined with budesonide in the treatment of children with

E AR T B A L RIR B (201602078)

A B 1 AR T 5 B A RE B LA, 7T dg, #50 450000
2. FM TH L AR E R CSICU, ¥ &, %6 M 450000

*iBAZAEF 0T 2T, E-mail : 18237101468@163.com
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bronchiolitis can reduce the levels of SAA and IL-33, increase the expression of INF-v, and accelerate the

relief of inflammatory symptoms, thereby promoting the recovery of patients.
[KEY WORDS] Adenosine monophosphate; Budesonide; Bronchiolitis in children; SAA; INF-y; IL-33

BYNSZ A I ML LH WR I SR e
BRI A I B H LR R, AN RS s R gk
i ANTEEEH R BAAE— R, SRS
T, B S R A WA BRI LIR R 30% 4647,
X BB A I R R A e A O R I
TEFEVEN) 2 11 A (serum amyloid protein A, SAA) K
R A N B, BRI R . T
% -y (interferon, INF-y) J&1# 75 Th/Th12 435 v & F
7 1) B EEE PR IO, AU B R RN P A E
FITER™ ., A4/ %-33 (Interleukin, IL-33 ) /&5
TH2 4111804 T2 R 7, mT e S s i 6 2
SIERARER N . AR I SAA INF-y J2 IL-33
N LBEMN L E R EEEEEMER . IR
O B 2 S AU SRR R YRR bR R ARG
I7 ARRORAIS N o SRR DR 11 A i IR v iy
FHHTIR BEIRYT 2540, vl ek /95 5 42 il LB S
SR, M A 2880 il R ) LA A P T ek SR 5 A M 23 7
Al B LR AR AE | I S AT LA 4R
W ARSI ) PR BT AR A A H R AR
AINLBY AR WS HIRTT RO, JH X
SAA INF-y J IL-33 B340 . BURGEINT .

1 BRERE
11 oK

AR AR T 2R -E AN RS B5E 2016 4F 1 H 2 2020
A 4 HIGA B 106 6B 4132388 R L, AR AR
TRITIT 7 2058 < 59 161 Ay ALk R DB AR+ AT s
IR T (WERAL) , A7 1 0 A b 23 7537 97 (6 B8
4. MEA T H 32 4, & 27 ], FH4EE N
(2.25+0.85) % , V- 495 2 (2.54+0.87) d ; X B 41 p
5 2819, 2 21 5], F- Y AE IR R (2.3420.77) % 13
g i (2.24£0.59)do PABRHE: OFH IR EKMA ;
QF 2 B AEVERF W i B s @A i B B 1
W 3B AR 5 DFF & CR ISR RIWIZ W
BIT SR PGS Wb . HEBR BRI : D
KUELREREE Q&I TR As s ;@M E
W RUASCEFRARE . WH— R 2R
Gt L (P>0.05) . AW 4B AR B Z 5
Sfteeim s, Z L AN E S R 1.

1.2 ik
1.21 BIFINE

X B - it FH A b 25 4 () 245 4 5 H20030987,
FRAS - B 200 45, & ma DURETI 254 BRA 7] 55 ki
AIBIT L B LL 0.5 mg A b 23 18+ A4 B S fL IR TR
(3 mL)IRA, 10 min/¥ , 1 ¥%/d, WLESLH U AE H K1
6T HE Ay b A B R A IR (2 o
H10970334, ¥LA% : 0.2g, | 75 B MK 250 B0 A B2
A )+ M2 PR YT, A b 2 PS5 AL AR YT R G
FEZH, w5 Mk T Pl 1 AT i o8 ) 88 2 A T
(5%)100 mL 5 0.1 g S8R BDBE B H Rl 5 L 1 Ud.
PG I 34 1 A
1.2.2  SAA INF-y J IL-33 A F /KA

BITRTSIRIT S 1A, i BOR L ER Pk 5
mL, 1 3 000 r/min & .C>HLES 0> 10 min, 5.0 48
10 cm, FRE V5, B T 20C VKA % A5 6 o
657 P A B e 2 WO BT ARG ) SAA  INF-y JZ TL-33 7K
SRR & BRI () A R A A w4
1.2.3  RPEHFR

i D Tt 9 B 8 3 A U A8 iR 3K B8 R T -
(tumor necrosis factor, TNF-a) . [ 4 il 1t % -6
(Interleukin,IL-6) . FA4Hfifi4Z-8(Interleukin, IL-8) ,
H &M B RO e AR YR A PR F
1.2.4 LTE4 MCP-1 £l

e FH TR G928 W B2 ARG DU L3 1 =945 B4 (Teu-
kotriene , LTE4 ) . ¥ 4% 41 fifd & 1k & 1 -1 (Monocyte
chemoattractant protein, MCP-1) , i 7 &5 Fh 5 8 4
WIRHE AT N F AL
1.3 Giitsorik

K F SPSS 18.0 G M4kt A T 5t i H o0 #r, T H R 9%
RERF (R +5) 2R, SR 4650 5 THECRERER FH n(%)
FOR, K 2K, DL P<0.05 NESA S FE XL,

2 R

2.1 SAA .INF-y } IL-33 A 7 /K F s

BT AT ZH SAA \INF-y K IL-33 [H 17K F Lt
WS HGHFE X (P>0.05) 1677 )5 YA Frik
3, ME A SAA IL-33 KPR F X B4, INF-vy /&
TR, 2R A G E X (P<0.05), W1,
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£1 SAA.INF-y B IL-33 EFKFELLE (x+s)
Table 1 Comparison of SAA, INF-vy and IL-33 factor levels (x +s)
A5 SAA(pg/L) INF-vy(ng/L) IL-33(ng/L)
TR fI7 A YT Rl fIT)A 7 Rl fIT A
Xt B 41 47 162.23+22.65 78.5916.58" 5.65%1.32 6.95+1.23° 225.26+24.85 65.11+12.33"
WEE 4] 59 160.87+22.31 61.25+16.21° 5.57+1.47 8.94+1.97° 22354+24.18  49.68+12.61°
1l 0.309 5416 0.291 6.046 0.359 6.320
P{H 0.757 <0.001 0.771 <0.001 0.722 <0.001
T AR AL ENA T TS B, *P<0.05,
2.2 WiZl TNF-a . IL-6 ,IL-8 /K- H 4% 2] TNF-a\IL-6 . IL-8 W AR T X R4, 22 /e A it
IBIT R4 TNF-a IL-6  IL-8 /K P 2T 22 L (P<0.05), WK 2,
TG it 2# B L (P>0.05) 3G 97 Ja ¥4 Frdlc st g
£2 WHTNF-a. JL-6.IL-8 KFLLE (x+s)
Table 2 Comparison of the levels of TNF-a, IL-6 and IL-8 between the two groups (x +s)
- TNF-a(ng/L) IL-6(ng/L) IL-8(ng/L)
415 n YA : VAT - VA -
IRITHI BT TRIT BT IRIT R BT A
ot HE 2 47 81.26210.64 44.14+10.62" 20.19+6.24 14.21£3.18' 244.34424.84  166.21£12.36'
M4 59 81.23+10.85 32.26+10.37* 20.17+6.35 9.28+3.61° 241.20424.19  126.31£12.41°
PRE) 0.014 5.797 0.016 7.359 0.656 16.473
PH 0.988 <0.001 0.987 <0.001 0.513 <0.001
TE AR AL EA T TS B, *P<0.05,
2.3 PiZ LTE4 MCP-1 K- LA Y
3 itig

AT TP 4L LTE4 \MCP-1 /K- %2 22 5 048
e (P>0.05) iR Jm B A Br s, W46 4
LTE4 MCP-1 & XL, 22 A7 G2 8 L (P<
0.05). W33,

#3 WHLTEAMCP-1 KFEELE (x+5)
Table 3 Comparison of LTE4 and MCP-1 levels between

the two groups (x#s)

LTE4(pg/L)
JRYT I WRIT IR
YFARZH 47 122.28+12.64 77.49+8.21°
WELH 59 120.66+12.71 39.26+6.14°
X 0.653 27.424
PAE 0.514 <0.001

T MR AT RIE LR, °P<0.05,

i PAE bR e 38 ek 1] Hb 45
NLEL 2] e P PR W i B, L I K T AR s [] B
XRRAAIC, 27 A ST E X (P<0.05) . WL 4.

MCP-1(ng/L)

JRIT AT IR
114.54+10.34 91.26+8.49°
113.69+10.67 61.32+8.24°

0.398 18.336

0.691 <0.001

HH  n

2.4

x4 ERERLEMELRER [(x£5)]
Table 4 Comparison of clinical symptoms improvement time
[(xxs)]

2151 no R WD) WE(d) K (d)
YR 47 2542011 561133 4.58+0.14  5.69+0.33
WMEELH 59  1.72+0.37 3.59+1.64 3.11x0.21 3.78+0.17

t{H 14.673 6.838 41.224 38.530

P1E <0.001 <0.001 <0.001 <0.001

BN A R KA ARG AL,
TEYIUABTRE AR o3 I AR 28I 5 23
SRPERRAS I 1, B SRS I e R
FER FI278 . i s A R e AR DR 5 A
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S WLDIRE , 98 R PR BT AR B, G2 T T L
4, PRI B B BT R BOR ™ . PRI IRIR YT h
RSO INHOR R 2 WIE T, SRR SR A )
SRR RE YR YT 0 E 25 ) DNA R &
[ R LAt i N 1] 3 S e S

FHCHFFE R , B4 S R & 45 Thl/Th2
o 3 IO 255 VR S A A i R S AL A A % )
PR, TNF-a IL-6 Fl1 TL-8 J2&:IIff B 7 FH T J ke
U S AE ™ BRI A NS H 5. SAATERR
P B AH B B, X B R SRR L C R B
FEAE™ . AR, EALIARZ 206 5 AN
B AE R = A2 R Al 77 A TL-1 1L-6 S50 48 241 il
7, et SAA FEF I & B . FEARBETE (i
FH EABE T D B 1 106 5 A b 23 18R 7 )5 UL SAA
J TNF-a \IL-6 F1 1L-8 7K -3 B B B AI, Ua B &
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LTEA4 A 5| 2 4 M 40 M 7E < R 4L, S8R E
S LR, DT 5 | RS A3 R i RN MCP-1 A5
AL A A L RE T, 5 AR A R
INF-vy %228 Thl 40l 4 , ThO 3 #] 53 W5 INF-y,
[ I INF-y 2 9435 Th1 /Th2 Ho 58 i 28167 1)
BOEE B, DAEBESE R, B SRR
Mg 2% BB INF-y ZKF- 1] B FRAIK, 530 Th1/Thi2 2%
5, S5 | A 9 AE SN FE i LA S g 1 P 240 L 3
I FEABRE T BAIRYT A L LTE4 . MCP-1
G T X HRZH 1T INF-y 5 T4 BRAH, 43 #7 5 PR iR
B R 3 ek 0 ) 2 P B SR e e I R K i
ity A B, U)W O e B il ) BN, e A T
DNA J #5152 il ¢

IL-33 J& Th2 40l e i 3R 8 1 —Fh 2L+,
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AECOPD (44 1IL-13.FB Fz NT-proBNP /K - 5 Jiili
SR A

B OREFD RED AMES

(# ZE]1 BB 4 brig B v i i i & 4 (AECOPD) B # 14 % -13 (IL-13) (£ 4 (15
(FB) N 2 I i €1 BK Fif 448 (NT-proBNP) 7K F- 5 il SR M ARGk . 73k #EI2019 4F 11 JT & 2020 4F
12 A AN 2455 — B IR BE B Wi 1 82 151l AECOPD % (AECOPD 41) , AR i T e BEAT /0 2 . o g
[l 66 43 EATURAG B0 (a3 M A HRAH . LA PR LI i S I BEFE A [ B Kl S (MMV) 58 1s IS,
5 (FEV1) 55 1s 7 WA &/ 3 it 4 (FEV1/FVC% ) ] &% IL-13 \FB .NT-proBNP 7K F-, {43 #7 AECOPD
AR 8 & IL-13 \FB \NT-proBNP /K- J iR IR 7 5 il il T geF br 9 AH G . 4558 AECOPD
MMV .FEV1 X FEVI/FVC% 8 AR % T % B4, 22 5 A Geit 2% 3 X (P<0.05) . AECOPD 41 IL-13 .FB .
NT-proBNP /K- F A B 41, 22 574 4o 12473 L (P<0.05) . 82 il AECOPD (% ilish g/ % 1 %%
178 CTa) ;s Mg22 @ (A ; M 306 (ML) ; VFA3HI (V). MiThEe s K441l IL-13 . FB .
NT-proBNP /K- L : T <N <M<V, 22 53 it 8 L (P<0.05) . A iR IL-13
FB NT-proBNP 5 MMV .FEV1 } FEVI/FVC ¥ 2 Bl A (P<0.05) . 4518  AECOPD B 14 IL-13
FB NT-proBNP /K23 WL T, HLASHRE SO Re s UIAHDC, nI/E R AECOPD (B s Wl Al BT -

(3] IBVERHZEPEIRRENG ; N E-13; dF4ER AR ; N ARSI ; i@ < hhg

The correlation between IL-13, FB and NT-probNP levels and pulmonary ventilation
function in parents with AECOPD

LI Ping'*, ZHU Yufen’, ZHANG Fan’, ZHOU Juanxia®

(1. Department of Outpatient Allergy Room, the First Affiliated Hospital of Zhengzhou University , Zheng-
zhou, Henan, China, 450052; 2. The First Respiratory Department and One Ward of the First Affiliated Hos-
pital of Zhengzhou University, Zhengzhou, Henan, China, 450052; 3. The Second Ward of the Department
of Hematology , the First Affiliated Hospital of Zhengzhou University , Zhengzhou, Henan, China, 450052 )

[ABSTRACT] Objective To analyze the correlation between interleutin- 13 (IL-13) , Fibrinogen
(FB) and Plasma N-terminal pro brain natriuretic peptide (NT-probNP) levels and lung ventilation function in
patients with Acute Exacerbations of chronic obstructive pulmonary disease (AECOPD). Methods 82 AE-
COPD patients admitted to the First Affiliated Hospital of Zhengzhou University from November 2019 to De-
cember 2020 were selected (AECOPD group) , and were classified according to lung function. Another 66
healthy subjects who conducted medical examinations during the same period were selected as the control
group. The pulmonary ventilation function indexes [ maximum gas volume (MMYV ), forced expiratory volume
at 1s (FEV1), forced expiratory volume at 1s/forced vital capacity (FEV1/FVC% ) | and the levels of 1L-13,
FB and NT-probNP were compared between the two groups, and the levels of IL-13, FB and NT-probNP in

H AR B T K E AR AR R B (LHGJ20190103)

FFIL L ANKESH —WEERNL TSR E, T, # M 450052
LMK FHE—WBERFR—H—sm R, 7 d, # 9 450052
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patients with different lung functions of AECOPD and correlation between the above factors and the pulmonary
ventilation function indexes were analyzed. Results MMV, FEV1, and FEV1/FVC% indictors of AECOPD
group were lower than those of control group, the differences were statistically significant (P<0.05). The lev-
els of IL-13, FB and NT-probNP in AECOPD group were higher than those in control group, the differences
were statistically significant (P<0.05). Among 82 patients with AECOPD, 17 patients (group I ) had lung
function grade I ; 22 patients with grade Il (group II ); 30 patients with grade Il (group Il ) ; 13 parents
with grade IV (group IV ). The levels of IL-13, FB and NT-probNP in each group of lung function were as fol-
lows: group I < group II < group Il < group IV, the differences were statistically significant (P<0.05). Cor-
relation analysis showed that IL-13, FB, NT-probNP were significant negative related with MMV, FEV1 and
FEV1/FVC (P<0.05). Conclusion Serum levels of IL-13, FB and NT-probNP in AECOPD patients will be

abnormally elevated, which is closely related to pulmonary ventilation function, and can be used as an auxilia-

ry indicator for disease monitoring in AECOPD patients.

[KEY WORDS] Chronic obstructive pulmonary disease ; Interleukin-13; Fibrinogen; N-terminal brain

natriuretic peptide precursor; Pulmonary ventilation function

12 P4 BH ZE P il %9 ( Chronic obstructive pulmo-
nary disease, COPD ) J& L ¢ 22 4 S I 52 B b FRAIE
) — PP , I R S5 BE R B AR I I TR
MESEREIR' . COPD Jin & ] (Exacerbation of chron-
ic obstructive pulmonary disease, AECOPD) J& T
COPD Ji i AL TR 8] . #H G418 1 7s , AECO-
PD KA R s A B SE I, T HRSE
i 5 1141 % -13 (Interleukin-13, IL-13) A/ £ -6
(Interleukin-6, IL-6) 5% 2 Ff & P A 4 H.AE FH 5
FEEAHL Z W IR A LU B E P, S 0
BEGTE . AECOPD (B # £ 17 7% I W e 5k , 5k
I HCEE LT D RE A S AT , T I e RE T 41 4 2R 1
Jit (Fibrinogen, FB) 7K V23 A A A8 4k, N A i ik 44
KT 44 (Plasma N-terminal pro brain natriuretic pep-
tide , NT-proBNP) J& — Ffi Ik 28 ¥ £, it i B/,
NT-proBNP TEfi 5y | fifife | iide: 28 5P & A |
KRR BAEZEMY . AUTOR WS AECOPD
3 IL-13 .FB .NT-proBNP /K E25 4k i , I Hr
IR TR SR ASIIRER R R . BARIEATT .

1 wHESHE

11—k
PEHL 2019 4F 11 H & 2020 4F 12 H H M K24

— [ JE = B Wi if 1 82 5] AECOPD & # 1 4 AE-
COPD 41, I AbrifE : ©FFF G AECOPD 2 Wikr
HE s QI PR ERE ST 42 s OFEAT REIK %R < ki
W PRIME SRR 5 DR A A BB o HERR S
i : OA RO NEN B @B IF ISk i 98 45 ih
TR s OB IR LR e M ; ON

MR ISR R AR . Ho 5 60 i, 2 22 ), F
BIAE 1 (62.84+6.65) % 5 V- B0 2 (6.79+2.24) 4F
T3 IR A 66 B F 4T 1A (0 it e 25 4 S X REZHL,
T REA A8 8 IE %, Horh 55 42 4], 2 18 ], ~F- 34 4F
1% (63.28+5.33) % . PRl — B TR LB 22 R LG0T
S L(P>0.05) o AW PE R e PR 1 2341t
e, Z I KR O E AN R
1.2 Jrik
1.2.1 IL-13.FB .NT-proBNP 7KF- £l

i EUT A A2 K T RS I A R KO 5 mL .
IR % 8 30 min, T 4CE.OHLCE 0242 10 cm)
3 000 t/min #5.0> 10 min, B B2 L5, 57 BI 2646
S —-80CARIR PRAFFFR o R FHHR B 928 WL B35 A i
IL-13 .FB /K-, 10 & 0 /s Sk A R A
FR 2 ] 5 R FH HEL AR 27 R 6 RT3 o0 B 938 725 Az il
NT-proBNP /K *F-, 5% H] 3& [ Roche 24 ] 4 fit (14
NT-proBNPiiil &, TEAPTR ™ Ha4% Bl 7
1.2.2  Jili@E S Dy re kil

% F % 5 JAEGER 72 ] A= 7= 1) Master Screen
JIi Sy e A AN, G 0 i B B 455 A K3 A<t (Max-
imum ventilation% , MMV) . %8 1s [ J1 FE R &
(Forced expiratory volume in 1s, FEV1) % 1s F 1
WS &/ 7 i i B (FEV1/FVC% ) . 2 il =
WK, WU e (L, 00 2 5 TR AH 22 <15% A K
1.2.3 ffiThBesrg

I 2% : FEV1>80% , FEV1/FVC<70% ; 1l %% :
FEV1 # 50%~80% , FEV1/FVC<70% ; Il % : FEV1
# 30%~49% , FEV1/FVC<70% ; IV % : FEV1<30% ,
FEV1/EVC<70% .
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1.3 Gileorik

K SPSS 22.0 Ge T8 #E AT e i3 o by L it
OB (x+s) 7, dLIR) HUEAT ¢ K 5, Z2 4 )R
FJ7 225087 3 14 Ji Pearson AH G144 7 IL-13 .FB .
NT-proBNP 5 iiti i <, T g 45 br (19 A0 e, DL P<
0.05 HZERAGI = L,

2 H#HR

2.1 WILLlHE SN RETR AR HLdR
AECOPD 4 MMV .FEV1 }% FEV1/FVC #5455
T REL , 2RI A S F R L (P<0.05), W1,

x1 MAMBESINEEIEIRLLE (v+s)

Table 1 Comparison of pulmonary ventilation function
indexes between the two groups (x#s)
415 n MMV(%)  FEV1(%) FEVI/FVC
AECOPD 4 82 40.17+4.92 42.63+3.77 41.64+3.11
Xf IR ZH 66  96.21%9.72  103.72+16.16  89.53+9.37
t{H 45.492 33.155 43.435
PH <0.001 <0.001 <0.001

2.2 P41 1L-13 .FB .NT-proBNP /K-l 4%
AECOPD 4] IL-13 .FB ,NT-proBNP 7K *f- 3 5
TXHRA, 2R AR L(P<0.05), W2,
#£2 WAHAIL-13.FB.NT-proBNP 7KL (x+5)

Table 2 Comparison of IL-13, FB and NT-proBNP levels

between the two groups (x+s)

205 n IL-13(pg/mL) FB(g/L) NT-proBNP(pmol/L)

AECOPD % 82  36.95%6.54  5.84+0.42 384.46+41.15

YR 66 512096  2.03+0.25 57.65+11.65
HE 39.058 64.986 62.499
P <0.001 <0.001 <0.001

2.3  AECOPD A [ fili B BE 73 9% & # IL-13 . FB |
NT-proBNP 7K Hr 35

82 fjil AECOPD (4, it fig /9% 1 9% 17 4]
(L4 W22 (M4); M 306 (M) ; IV
13H1(IV4) ., 4541 IL-13 .FB .NT-proBNP /K- [
BT H<THA<MA<NVA, =5 Ha 5 %5 X
(P<0.05), WLZk3,
2.4 HHFHCHES B

A 2 M43 1 2. 7%, IL-13 . FB . NT-proBNP 5
MMV .FEV1 & FEVI/FVC ¥ 2 B i 7 A 56 56 &
(P<0.05), MWLFEA4,

3 it

H 1if COPD & i ALl i A< 43 B, (H K i

&3 AECOPD R[EffiTh&E S % B & IL-13.FB.
NT-proBNP 7K F bk 25 (x+5)
Table 3 Comparison of IL-13, FB, and NT-proBNP levels
in patients with different lung function grades in AECOPD

(xxs)

A5 n IL-13(pg/mL)  FB(g/L)  NT-proBNP(pmol/L)
T4 17 23.65+2.14 3.47+0.31 317.95+22.87
o4 22 34.96+4.15"  4.8420.39° 369.14+34.09°
W4 30  41.47+7.06°  6.74+1.03" 401.98+48.06°
V4 13 47.36x8.19™  8.59+1.54™ 456.97+50.14™
F18 49.53 97.61 31.60

PiE <0.001 <0.001 <0.001

Hraly AWK, b5 THLE, c 5 MALE, P<0.05,

F4 IL-13.FB.NT-proBNP 5 i@ S Ih8E R #RIEFRHH X
53

Table 4 Correlation analysis of IL-13, FB, NT-proBNP
and lung ventilation function indexes
e MMV FEV1 FEV1/FVC
EiFun

i PME i P i PHE
IL-13 -0.316  <0.001 -0.509 0.013 —0.475 0.004
FB -0.492  0.008 -0.482 0.007 -0.511 0.019
NT-proBNP  —-0.307 <0.001 -0.413 0.002 -0.524 0.022

WFFEIN Ny, SRAE PR T3k J3E 06 3 SOl il S o
il T4 PR+ BRAE  ARRE , T T A A I 4 2 R AR
T8 22 it J& COPD 1Y F 2 &ALl . JuHZ
AECOPD 3, Sl 4 b T 15 S g i B, 461~ 1
AR AE R E AN T RIENTTES S,
B 5E & B, AECOPD & 5 14 Jiili 2H 21 4% # v 41 v]
R H R Y W L CDA 4% | X S 4 fify 2 548
AL 2L A eI R DRI, B A5 40 i
PRI~ 7K - 5 Jifi 388 < D g F8 br 19 ¢ & X AECOPD ()
PihEAEEE Y,

IL-13 J& 5 AT Z2 P AE 2 006 M ) — i 200 i BRI
To M7 N5 &L, IL-13 1] 25 COPD &
HEA KRR, HAEFPLEHI AT B2 TL-13 7 5 4%
SR GG AR NE G S ALk — &
TR, SEU ARG, 51 kRGBS BE S H
SN R RAE N« BEAIFGEHE i, COPD [ B
FRIE A S ME JAE , il 2 2 012 1 9 i 1 B 4 B R A
S, TG AR I S E A0 Rl e o M o, LA 1k I
N5 RIS R R AR O, COPD Al % &
PR R AR W BUGE AR SR, D) 6E IR .
FB J&—Ff RGPE R Mebr L, HTt i 5 s < T hg
TBARAH IR . VEAHEAE N g A B, v R
RH ZE (35 19 FB /K F-BH I & FIC B P 283, HoG i
I RREW AN, Rennow £ HFFEIN & B, 5 1F
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# NAH L, COPD FaE # 8 # FB /K P35 /&1, 2 bk
HEL . A RTINS IL-13 \FB PIFP 2 A
11257 AECOPD gl & 1k &k St e, 7E 0T
WG T8 98 i 2 7 N T e <3 45 #e) 9 v 4 AR
o HE—2BRASEE 0 & B, IL-13 . FB 5 ilil <3
RBP4 2 (A G, S REAE A R B A AT o Ui
IL-13 . FB ¥ E 28 {1k 5 AECOPD M &< i <2 FR TR F
FEAE S SIE 2, HHEI IL-13 FB $OR SRS , 25
I AT SN SR A2 R AR B, S BUR i )
AE R, MGDIRE T B SR i ik R,
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NT-proBNP J&—F Jo A 9 i 1 i 8 11 o, HiA:
Ve pli s R e o B N AME G B & B, COPD
B K W AE AR /Y AR 4 Il AE 7T S 0 NT-proBNP
7K B s W & A AECOPD I IR 1 vh -
ESQANY I N I TR ) | IR & S 4]
Je Ay AN, O F IR 4, 51 NT-proBNP 7K
AW, Giuseppe S5 N YRR, KA RYE R VAT,
BB 4340 M B T LA BNP 4 i PR 3% 3k 78 55 5
B K B A, 9F 7 S B NT-proBNP 3 & .
AHF5EH , AECOPD 2 NT-proBNP /K 3F- B & 75 T
X R A, Tt H 2 il ) BB 43 2R 57 £ 3% NT-proBNP
KR, 5 F AR HGE AT . A T R B
NT-proBNP 5 MMV ,FEV1 }2 FEV1/FVC ] 5 B
B4 AH 56, $278 NT-proBNP 7K V- 5 AECOPD %
it 38 ST R G o HE L PR AT i J& NT-proBNP
K388 e P T R0 30 A= L 9] 2 0, <0
AE B AT, 1T Al A< 2D R & AE A 1] 33 AECOPD
BEEECRAS N, S BUN R S bicZE |, it ikl
A 4, 237 NT-proBNP /KP4 5

25 Tk , AECOPD /44 IfilL i IL-13 \FB \NT-
proBNP /K-F-25 Hi 3 S T , HLS H i < Re s
YIFHE, WIE R AECOPD fE 8 Wil il B4 A5 .

5% 3Lk
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Effect of minocycline on the levels of IL.-6, MCP-1, MMP-8 and TGF-f3 in patients with
chronic periodontitis

SU Juanjuan'*, WANG Lin*, ZHU Yongcui'

(1. Department of Stomatology, the First Affiliated Hospital of Henan University, Kaifeng, Henan, China,
4750005 2. School of Stomatology, Henan University, Zhengzhou, Henan, China, 475001

[ABSTRACT] Objective To observe the effect of minocycline on the levels of IL-6, MCP-1, MMP-
8 and TGF-f in patients with chronic periodontitis. Methods The clinical data of 128 patients with chronic
periodontitis admitted to the First Affiliated Hospital of Henan University from May 2018 to May 2020 were se-
lected. According to the different treatment methods, they were set as the study group (n=67, minocycline
combined with basic periodontal treatment) and the control group (n=61, basic periodontal treatment). The
clinical efficacy and bone metabolism indexes [ automatic electrochemiluminescence instrument was used to de-
tect bone glutamate (BGP), type I procollagen propeptide (PINP), type I collagen C C-terminal cross-linked
peptide (CTX ), procalcitonin (PCT) ], inflammatory factors [ enzyme-linked immunosorbent assay [ 7] (ELI-
SA) was used to detect IL-6, TGF-B, MMP-8, MCP-1 levels ] and adverse reactions between the two groups
were compared. Results The total effective rate in the study group (97.01% ) was higher than that in the con-
trol group (86.89% ), and the difference was statistically significant (P<0.05). After treatment, the levels of
BGP, PINP, CTX, TGF-f in the two groups increased, while the levels of PCT, IL-6, MCP-1, and MMP-8
decreased. The changes in the study group were more significant (P<0.05). The total incidence of adverse reac-

tions in the study group (11.94% ) was higher than that in the control group (9.84% ), the difference was not
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statistically significant (P>0.05). Conclusion Minocycline combined with periodontal basic therapy in the

treatment of chronic periodontitis has a significant clinical effect, can effectively improve the level of bone me-

tabolism indexes and inflammatory factors, and promote the recovery of patients, with high safety.

[KEY WORDS]

index ; Inflammatory factor
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Effect of two ventilation modes on CRP, IL-8 and IL-27 in the treatment of COPD com-
plicated with type I respiratory failure

WU Yao, QIU Xiaojuan, SONG Kang, WU Yuan, WANG Lina, XIN Hongjuan, GAO Ya, BAI Ling*
(Department of Emergency, the Second Affiliated Hospital of Xi’an Jiaotong University, Xi’an, Shanxi,
710004)

[ABSTRACT] Objective To investigate the effects of non-invasive ventilator SXX mode and ST
mode in the treatment of patients with chronic obstructive pulmonary disease (COPD) combined with type I
respiratory failure on their serum C-reactive protein (CRP), Interleukin-8(IL-8), Interleukin-27 (IL-27) levels
and respiratory mechanics indicators. Methods 116 patients with COPD and type Il respiratory failure
admitted to the Second Affiliated Hospital of Xi’an Jiaotong University from May 2018 to October 2020 were
selected. According to different treatment methods, they were divided into the observation group 52 cases (SXX
mode) and 64 cases in the control group (ST mode ). The clinical efficacy, inflammation index (CRP, IL-8, IL-
27), and respiratory mechanics index levels [ tidal volume (VT), respiratory frequency (f), minute ventilation
(MV) , inspiratory/respiratory cycle time between the two groups Ratio (Ti/T) ] were compared between the
two groups, and the safety of the two groups was observed. Results The total effective rate of 96.15% in the
observation group was significantly higher than that in the control group 84.38% , and the difference was
statistically significant (P<0.05). After treatment, the levels of CRP, IL-8 and IL-27 in the two groups

decreased; the levels of the above indicators in the observation group were lower than those in the control

AR B R E T A RAHT A A A (2018D036)
VEH AL B Z B KT W B ER &S, BB, &%, 710004
*BAZAEH M, E-mail : bl0187@126.com



NTEW ST 20224E6 4 45144 4561 T Mol Diagn Ther, June 2022, Vol. 14 No. 6 - 1033 -

group, and the difference was statistically significant (P<0.05). Compared with before treatment, the VT of

the two groups of patients increased, and f decreased (P<0.05) ; the VT of the observation group was higher

than that of the control group, and f was lower than that of the control group, and the difference was

statistically significant (P<0.05). Compared with Ti/T, the difference was not statistically significant (P>

0.05). Comparison of adverse reactions between the two groups (observation group: 5.77% vs control group:

9.38% ) , the difference was not statistically significant (P>0.05). Conclusion SXX mode is better than ST

mode in improving inflammation indicators, which is beneficial to achieve the best ventilation effect in the

treatment of COPD patients with type Il respiratory failure.
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S FIRFEARACEAR T X B4, 2 RAE Gt
X(P<0.05), W2,
2.3 PIALIRYT A PP S AR AR g

56T E, AL VT 8, £ R (P<

£) (&3 S & (Minute ventilation, MV) . i </

0.05) ;8975 , WELL] VT B 5 55 F X5 B8 41, £ B i

W JE 39T A BY (T/T) & RFXT R, 23 A G125 L (P<0.05) ;(HH4H
1.3.4 RIT TR RIT RIS MV TVT i, 2 7 812478 L (P>

WL AT J5 I B e A 0L, AL« T
PO N SNEERE

GuitJrik
JiZJH SPSS 18.0 e B AFEAT AL 400 . i ik

1.4

0.05), W3,
2.4 PHIRIT R VEE

AR kA B (SR : 5.77% VS Xt 1E
4:9.38%) , ZF TG FE L (P>0.05), WLFKA4,

GO (2 25) 2R AT AR50 THECRORH n( %) 32

11 k. LhP<0.05 3 25 BA G X

R4 MARTREMIE (2(%)]
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T 5IRYTET AL, P<0.05,
x3 WMARTETRAFERERILE (v£s)
Table 3 Comparison of respiratory mechanics index after treatment between the two groups (x+s)
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Al lakigk babagill {abigE] babagill {kigk bbagil] fIra
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PAi 0.861 <0.001 0.835 <0.001 0.849 0.509 0.449 0.137

I S5IRITHT L, P<0.05,
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Clinical efficacy of fluorometholone in the treatment of acute conjunctivitis and changes
of TNF-«, IL-6 and IL-10 levels

CHEN Min'*, YANG Lan’, CHEN Zhongshan', WU Lan', CHENG Qiong'

(1. Taikang Tongji (Wuhan) Hospital, Hubei, Wuhan, China, 430050; 2. Wuhan Aier Eye Hanyang Hospi-
tal, Wuhan, Hubei, China, 430050)

[ABSTRACT] Objective To analyze the clinical efficacy of fluorometholone in the treatment of
acute conjunctivitis and the level changes of tumor necrosis factor (TNF-a ), interleukin-6 (IL-6), interleukin-
10 (IL-10). Methods The clinical data of 99 patients with acute conjunctivitis treated jointly in Taikang
Tongji (Wuhan) Hospital and Wuhan Aier Ophthalmology Hanyang Hospital from January 2020 to February
2021 were retrospectively analyzed. According to the different treatment methods, they were divided into the
study group (n=53, Add fluorometholone eye drops treatment to the control group) , the control group (n=
46, levofloxacin eye drops treatment). The clinical efficacy, changes in eye symptoms, inflammatory factors
TNF-a, IL-6, IL-10 levels, and adverse reactions were compared between the two groups. Results The total
clinical effective rate in the study group (94.34% ) was higher than that in the control group (80.43% ), and
the difference was statistically significant (P<0.05). After treatment, the ocular symptom scores in both
groups decreased, and the decrease in the research group was more obvious (P<0.05). After treatment, the in-
flammatory factors TNF- o, IL-6, IL-10 levels in the two groups decreased, and the decrease in the study
group was even more significant (P<0.05). The total incidence of adverse reactions in the study group

(13.21% ) was higher than that in the control group (10.87% ), but the difference was not statistically signifi-
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*iBAZAEH R4, E-mail : chenmin1289@163.com



DTeW SRS 2022486 H 51434

FHel] J Mol Diagn Ther, June 2022, Vol. 14 No. 6

- 1037 -

cant (P>0.05). Conclusion Flumetholone eye drops in the treatment of patients with acute conjunctivitis can

effectively improve the clinical symptoms and reduce the level of inflammatory factors, which is worthy of

clinical application and promotion.
[KEY WORDS]
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I RIATT TCIL IR B FUIRSCR > A5 A i FH 8
K IRBRYT SRS IR G RS TR . AR
FERT FOK T MR VBTG IT 445 B P i R 3k 2
53 PR AE A F--o ( Tumor necrosis factor, TNF-a) . [
/-%&-6(Interleukin-6,1L-6) . 1413 -10(Interleukin-6,
IL-10) 7K P2 #EA T 20 B, B 4 R .

Fluorometholone eye drops; Acute conjunctivitis; Inflammatory factors; Ocular

1 AHSHE

1.1 — R

3T 2020 4F 1 H & 2021 4F 2 A 2 RER) 3% (6
) B e A T 22 K IR BRI BA B Be R B Bk A IR 7
(1) 99 {51 22 P 45 58 4 FB 38 I e DR W Bt AR B R [l 3
37 7 208 H o R IE AL (n=53 , 22 S8 G b B2 37 HIR
IR ECK e i IR BGATT) K HRAL (n=d6, 2 A VD
ERIRBIRIT) o MASRME : QLG IRK A, B 5F
G ARG IR IZWARE" s @A B Il IR
YR 5E s QAT 4 BE B AS P2 b At v HL
BE BRI E S ARG, I 5 8 P .
HEBRBRUE : OAF A A HRFE P DL S IE I A 5
QFF 16K BB 958 JC 15 BE A A I 9% SR M 1 22 4 5
@B WG X AR LR 25 L
P — ORI LA, 22 7 0G24 L (P>0.05) ,
WK1,

Fz1 WABBE [((i+s),n(%)]

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

. o S . ‘ P

2H 51 n PR (B 2) TR () IR (d) e TR YN
oIk 53 35/28 35.58+10.73 4.26+1.86 26(49.06) 15(28.30) 12(22.64)
X RE 2 46 24/22 36.13+10.35 4.63+1.65 19(41.30) 16(34.78) 11(23.91)
/1l 0.122 0.259 1.040 0.673

P{H 0.726 0.797 0.301 0.714

1.2 BRIk

X B2 AR A SR TR D AL IR R AT i
IRyG, 22 AR B2 (A il . R s il 2 bk 2
Fs A SCHS - 3E 012 0 L S H20150278 5 £
¥ .5 mL:24.4 mg),3 W/d, BEIK 1 iE/HR , %S A
WG yr 7 do W5 478 X HR 21 %) Ak 1 T FH 0K
Je i IR AT IR YT, O e (A2 7= Al : 2K A il
Pkt eSS 3 12 i S
H20140262 ; #LA% : 5 mL ) , 4 ¥/d, B 1 /MR , &
SRR YT 7 do
1.3 WMEHER
1.3.1 PIAIGIRI TR L

J7RHE FRAE s 850 TOIG RAE AR, 40 s B 97

SR 0 T A e A A R SRR 5 A 8 I R
FUERAS BHRH , 40 7 55 77 5L B 06 R A A A R
G 4 9 T A 5 TC A < I R R A P ik o 5 B8
PRINEE . BARCE = (W A% BIEx100%
1.3.2 PR ASREAR AR 1 A

FIH Gwon PEA3FR v X F I ACHE AR L ARAE
(ELHG 3 I3 22 45 B 5 i . AR R0 | AR ot
I A EK i IR B SR BEAE ) AT PEAR , B3N
1.3.3 WAHRMNF LK

AR 99 19 B B IR YT R LA R 245 )5 56 8 KR
23 i # Bk I 5 mL, 3 000 r/min (r=10 cm) & 0> 10
min 73 25 003 AR PR AE o 8 A il IR A 928 R
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(enzyme-linked immunosorbent assay , ELISA ) £ jill
TNF-a IL-6 \IL-10 /K-, 3G & K [ 1 i fe
A YRR BR S B T 4% R U B A AT R
VERGI
1.3.4  WALERA A RN A

AN RSO A7 MR T v R AR IR R 5
1.4 Guitedik

K SPSS 22.0 etk AT gt o b, T
BB (3 25) 7R AT e K50 5 HECFORER ] n (%) 3
AT KR 5 L P<0.05 Fn 225 Gt e e

2 #ZR
2.1 PRALIm RS Y R 35

WAL IR A ROR S TR, E R AR
g L (P<0.05), W32,

®2 WARKTHLE [2(%) ]
Table2 Comparison of the clinical efficacy of 2 groups [1(%) ]

215 n B R Toak BARCE
BroEd 53 29(54.72)  21(39.62) 3(5.66) 50(94.34)
YR 46 20(43.48) 17(36.96) 9(19.57) 37(80.43)

Vet 4.470

P{H 0.034

2.2 PAIIRFPRE R AL AR

IR YT HT AL IR ERAE R L3 22 S RS iR i L
(P>0.05) o JAIT7 e, WAL IR S AE R 43 2 BT
B, R A TR A, 2 R AR E X
(P<0.05), .33,

2.3 WHRMRHT LK

WITAI AL E Z R LRI %2 X (P>
0.05) JRIT )5, P91 -3 T B, P e
M R, 225 BA SR L (P<0.05)
W24,
2.4 PHBEAN R K

WFIT 4 B 5 A R T R B R AR 2R
TG4 L (P>0.05), WFES5,

R> MABRERRRMLEE [n(%)]
Table 5 Comparison of adverse reactions between the two

groups of patients [1(%) |

A n WETHE BRAEER AR HApth  BkA%R
W4 53 1(1.89)  3(5.66) 1(1.89) 2(3.77) 7(13.21)
MR 46 1(2.33)  2(4.35)  1(2.33) 1(2.33) 5(10.87)
P! 0.126
P{H 0.722
3 iTig

DEZE SR MOPRLL AR , o Jm T Z 45 PR IR A
WAL, RO AR o I S R R
F TR AR MG S5 A% e, il DR H 2 O A
42 M R AR R AOLAE RN B B AR 2 A
Frtk AR DRAERR AT o I PRIA YT ARSI R B
VIPTEZR 9 &, W I A 72 SR 0D 2 i MR ARn]
B3 2RI IR 9% S 00 BT IRV 5, X TR 4 J
M5, YA B RO 3, (Ax T e A AR B 22
A e RN A O 25 3 4% e T O A R IR T 5

®3 MARTHERABERELELER (x=5)

Table 3 Comparison of changes in eye symptoms between the two groups before and after treatment (x +s)

iy, ST 4T L St S B BRI
ZH1 n
WITHT WFR  WITE TR WITHL WIEE WITE WTR  WEE AT T TR

WEFE AL 53 2.86+0.28 0.28+0.06* 2.82+0.29 0.82+0.07* 2.54+0.16 0.62+0.05" 2.6520.38 0.36+0.09* 2.28+0.25 0.26£0.07*° 0.950.06 0.03+0.01*
XFIEZ 46 2.95£0.31 1.26£0.11° 2.86£0.38 1.23£0.08" 2.59+0.18 0.9620.06" 2.5620.35 0.59+0.06° 2.3620.20 0.56+0.06" 0.94+0.05 0.23+0.04"

18 1.518  55.994
P{H 0.132  <0.001

0.593
0.555

27.199 1.463
<0.001 0.147

30.752
<0.001

1.219
0.226

14.720 1.474
<0.001 0.144

22.711
0.000

0.893
0.374

35.181
<0.001

H SIRITHTA EH, *P<0.05,

F4 PMERTARERERFEULE (x+s)

Table 4 Comparison of the changes of inflammatory factors between the two groups before and after treatment (x +s)

a5 . TNF-a(ng/mL) IL-6(ng/mL) I-10(ng/mL)
TRITHET RITIE IRITHT BT A TRIT T BITIE
HFoT 4l 53 1.85+0.41 1.01£0.29" 10.8524.56 5.39+2.48" 37.86+15.36 23.56+8.26"
X B4 46 1.83+0.46 1.56+0.53 10.56+4.85 6.83+3.69" 37.95+15.86 30.59+12.36*
i 0.229 6.517 0.306 2.305 0.029 3.366
Pl 0.820 <0.001 0.760 0.023 0.977 0.001

W SIRITHTAH ., 4P<0.05,
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PCT.CRP I NT-ProBNP {E 0y X GEAS 4> I il 416 ik
HHRGAS A Be Bl 1
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(¥ ZE] BM WIS EFE(PCT) .C- i 1 (CRP) (2 ZE R B B4 FR AL 4 (NT-pro-BNP)
TEL Y REAR 2 Il e o AR (L S BN (L . Foik HEHL 201845 1 H & 2021 4F 4 H & # BRIt
Ja b s 2 4 B BE TR 1 43 L0 DI REAS 45 O F Il s e 35 R 401, o e BRI 55 4 B2l D) REAS 4
HONXT AL LRI RS A AR R NYHA (DI85 935 PCT .CRP NT-ProBNP /K- ; 43 AT 52 1 oL
TIBEAN 424 I 33 B4 (14 AF G X 25 K PCT .CRP \NT-ProBNP X /U DI E AN 44 F i 38 )8 4 14 F5 0 447414 .,
R W54l PCT . CRP \NT-ProBNP /K - & F X 4, 25 7 4 Gi it 2% & X (P<0.05) . PCT .CRP,
NT-ProBNP 7KF-: I H<M K<V, 2 54 Geit2# 2 L (P<0.05) . Filk (=65 %) OUEE(IVE) ) PCT .,
CRP . NT-ProBNP F} 5 24 52 Wil .0 D) RE AN & & FE i B e i i e I K . ROC 6 43 77w : PCT . CRP
NTProBNP = # & 9 AUC 5, 4 0.907(P<0.05) . £ PCT.CRP & NTProBNP 7.0 I fEA 46 FF
Pl e £ TP B AR A B R e A = HR AR T A SR OO D REAS 4 R G ORI B 1 A AT B

[X#EIF] CRP; LIUBEA A FMiERIEYY ; PCT; NTProBNP

Changes and predictive value of PCT, CRP and NT-Pro-BNP in cardiac insufficiency
combined with pulmonary infection

JIN Yan*, SHI Zhihua, ZHANG Ke

(Department of Cadre General Care Unit, Beijing Shijitan Hospital, Capital Medical University , Beijing,
China, 100038)

[ABSTRACT] Objective To investigate the changes and predictive value of Procalcitonin (PCT) ,
C -reaction protein (CRP) , Amino acid B -type natriuretic peptide precursor (NT -pro-BNP) in cardiac
insufficiency complicated with pulmonary infection. Methods A total of 43 patients with cardiac
insufficiency and pulmonary infection admitted to the Beijing Shijitan Hospital, Capital Medical University
from January 2018 to April 2021 were selected as the study group, and 55 patients with simple cardiac
insufficiency during the same period were selected as the control group. The levels of PCT, CRP and NT-Pro-
BNP were compared between the two groups and the study group in patients with different NYHA cardiac
function classes. The related factors affecting cardiac insufficiency complicated with pulmonary infection and
the predictive value of PCT, CRP and NT-Pro-BNP in cardiac insufficiency complicated with pulmonary
infection were analyzed. Results The levels of PCT, CRP and NT-Pro-BNP in the study group were
significantly higher than those in the control group, and the difference was statistically significant (P<0.05).
The levels of PCT, CRP, NT-Pro-BNP: Grade Il <Grade Il <Grade IV , the difference was statistically
significant (P<0.05). Age (= 65 years old ), cardiac function (grade IV ) and the increase of PCT, CRP, and
NT-Pro-BNP were related risk factors affecting cardiac insufficiency and pulmonary infection. ROC curve
analysis results showed that the AUC of the combination of PCT, CRP, and NT-Pro-BNP was higher, which

AER A AR T A RAF AL TR B (7202091)
e B EA K F MR LR s E T RGNS F, LT 100038
*BAZAEH A WF, E-mail : jinyan3097@bjsjth.cn
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was 0.907 (0.846~0.969) (P<0.05). Conclusion

The expressions of PCT, CRP and NT - Pro-BNP are

significantly up - regulated in patients with cardiac insufficiency and pulmonary infection. The combined

detection of the three indicators can be used as an effective means to predict patients with cardiac insufficiency

and pulmonary infection.
[KEY WORDS]

I REAN 22 SOFR 0 ) 38 5, R4 2 P
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A e T A LA T 2 A, BRAR AR .

1 #RE5HZE

1.1 — ok

VEH 2018 4F 1 H & 2021 4F 4 H G #BERLK#
B b st T 20 3k B By 1Y) 43 Bl D BE AR A
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CRP; Cardiac insufficiency combined with pulmonary infection; PCT; NT-Pro-BNP

F1 WA —BABLLE [(x+s),n(%) ]
Table 1 Comparison of general information between the

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

. HE : NYHA 5%
I 0 gy, IR i PR

WFSE4H 43 26/17  74.1526.72 15(34.88) 18(41.86) 10(23.26)
XFARZH 55 32/23  71.39+7.25 22(40.00) 24(43.64) 9(16.36)

1/t 0.052 1.931 0.776
P{E 0.819 0.057 0.678
1.2 ik

1.2.1 i

B 28 A B 5 R DK O 5 mL, B0 (3 500 o
min, 7=10 cm, 10 min) J5 B4 B 1103 . A B b2
KIGEER I PCT \NT-ProBNP 7K -, A #% 4 % [ H,
b2 KA A R FERE 00 5 SR I Lh ik
Rl CRP 7K, {38 4 U1 i & AUS832 4= H 8l 1k
ST R LR A0 5 B T v B 7 A 4 AR
Ui B B AT . PCT>0.5 ng/mL ¥ 4 T} & , CRP>5
mg/L ¥y FFE5 , NT-proBNP >20 ng/L ¥ K Fh &
1.2.2 NYHA 434

NYHA 53 bR 9% - O E5 835 B4R 196
Sl 2 BRI 5 T 9% < o0 JDE 9 £ 1 44 ) 16 3 B i
Z R 5 IV G20 R 2B 3 T R AR )16 3, K
SRS T AT B FEREIR, 1 S5 I
1.3 GEileFhik

K H SPSS 22.0 Geit A AT 48150 i, i i
TERLR A (v +£5) F7n  LIH] FLECR H ¢ K550, 241 1H]
Fo R F RS 5 THECR ORI o n (%) 3R, SR
R 5 2R H Logistic 18143 H 52D I REAR =5
JF ity 0 % G 1) AH DG TR 3R 2 T A2 K T AR R AR
(ROC) #h £k , 43 #f PCT . CRP .NT-ProBNP % .{» 2
AEAN 4 I il 0 B e 1 00 018 5 LA P<0.05 b 25
SHEHASIFE X

2 HFR

2.1 W4 PCT.CRP NT-ProBNP /K- 55
WF5Y 40 PCT .CRP . NT-ProBNP 7K - B i =5 T
YR, 258 G i2FE L (P<0.05), WLE2,
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Table 2 Comparison of PCT, CRP and NT-ProBNP levels B 50 4B
between the 2 groups (v +s) Table 5 The predictive value of PCT, CRP, and NT-ProBNP
4151 n  PCT(ngmL) CRP(mg/L) NT-ProBNP(ng/L) for cardiac insufficiency with pulmonary infection
T4l 43 079021  50.27+12.14 45.48+8.62 e e WA L
T FEHR HORPE FRRE AUC 95% CI P
KER4L 55 0.28+0.00  3.72+1.22 12.73+2.17 TIEAR o gy WO BT RSRIE 0 E
P! 16.223 28.295 27.134 PCT 2513 0.764 0.791 0.7810.679~0.884 0.004
P <0.001 <0.001 <0.001 CRP 25.00 0.752  0.745 0.7750.672~0.879 0.002
NT-ProBNP 2502 0.749 0.727 0.7480.648~0.847 <0.001
2.2 AN[A] NYHA 0> Yj g 43 9% /& # PCT . CRP ., PCT .CRP %

NT-ProBNP 7K F 1435
PCT . CRP . NT-ProBNP /K 3 : T 2t <l %% <
V%, 2R BAG5 1205
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B NYHA (I 8E 5 SR 8% HY PCT . CRP.
NT-ProBNP 7K F LLEE (%)
Table 3 Comparison of PCT, CRP, and NT-ProBNP levels
in patients with different NYHA cardiac function

classifications (x+s)

% n  PCT(ng/mL) CRP(mg/L)  NT-ProBNP(ng/L)
0% 15 0.68+0.09 33.46x£10.97 37.55£5.14
g 18 0.81+0.10° 54.85£13.44" 47.33+6.57"
V% 10 0.92+0.14* 67.24£15.72" 54.04£7.63"
F1& 15.56 21.48 21.35

P <0.001 <0.001 <0.001

Ho S THXTL, P<0.05, "5 MXT L, P<0.05,

SO DIRE AN 2 B I IR A D R 2 bt
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FIAT AUC T, 40.907(P<0.05), W35 & 1.

2.3

. . . . . .846~0. <0.
NT-ProBNP I & 2748 0.821 0.884 0.907 0.846~0.969 <0.001
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Figure 1 ROC curve
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Table 4 Analysis of related factors affecting cardiac insufficiency and pulmonary infection
. LS EAuEvivi
- ORH 95% CI PiE ORH 95% CI P1E
IR (=65 % vs <65 %) 1.802 1.066~3.047 0.002 1.637 1.005~2.667 0.034
S vs Z) 1.782 0.773~4.108 0.098
DIIRE: (Vg vs T~M%) 1.972 1.034~3.758 <0.001 2217 1.016~4.836 <0.001
PCT T} (& vs 757) 2.330 1.416~3.834 <0.001 2.273 1.008~5.126 <0.001
CRP TIm (2 vs 75) 2.208 1.313~3.711 <0.001 2.300 1.038~5.098 <0.001
NT-ProBNP -5 (J& vs 75 2.061 1.226~3.464 <0.001 2.282 1.090~4.778 <0.001
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Correlation of TAMs, PRL-3 and C-erbB-2 with lymph node metastasis and prognosis
of breast cancer

WANG Lijuan', LIN Xiaoru', CHEN Yunting', CHEN Luwen®*

(1. Department of Surgery Breast Disease, Maternal and Child Care Service Center of Sanya, Sanya, Hainan,
China, 572000; 2. Department of Breast Cancer, Jiangxi Ganzhou Cancer Hospital, Ganzhou, Jiangxi, China,
341000)

[ABSTRACT] Objective To analyze the correlation between tumor - associated macrophages
(TAMs) , regenerative phosphatase-3 (PRL-3), human epidermal growth factor receptor 2 (C-erbB-2) and
lymph node metastasis and prognosis of breast cancer. Methods A total of 115 breast cancer patients admit-
ted to Sanya Women and Children’s Hospital, Hainan Province from May 2017 to May 2020 were collected,
with postoperative pathological tissue as the observation group. The patients with no cancerous tissues>0.5 cm
from the tumor resection margin were taken as the control group; 46 cases of lymph node metastasis (metasta-
sis group ) , 69 cases of underemployed (non-metastasis group). The expression of TAMs, PRL-3 and C-erbB-2
in the blood of patients with different tissues and with or without lymph node metastasis were compared, and
the related factors affecting the poor prognosis of breast cancer were analyzed. Results The positive expres-
sion of TAMs, PRL-3 and C-erbB-2 in the observation group were significantly higher than those in the con-
trol group, and the difference was statistically significant (P<0.05). The positive expression rate of TAMs,

PRL-3 and C-erbB-2 in the metastatic group was significantly higher than that in the non-metastasis group, and
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the difference was statistically significant (P<0.05). Of the 115 patients, 88 survived after 12 months of follow-

up, and 27 had poor prognosis. The proportion of lymph node metastasis, pathological stage -1V, poorly

differentiated, positive for TAMs, positive for PRL-3 and positive for C-erbB-2 in the poor prognosis group

was significantly higher than that in the good prognosis group, and the difference was statistically significant

(P<0.05). There was no statistically significant difference in genders and ages (P>0.05). Logistic regression

model analysis showed that pathological stage, degree of differentiation, lymph node metastasis, TAMs, PRL-3

and C-erbB-2 were independent risk factors affecting the poor prognosis of breast cancer patients (P<0.05).

Conclusion The overexpression of TAMs, PRL-3 and C-erbB-2 may be related to lymph node metastasis of

breast cancer, which has reference value for the prognosis evaluation of breast cancer patients.
[KEY WORDS] TAMs; PRL-3; C-erbB-2; Breast cancer; Lymph node metastasis
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Expression and clinical significance of serum IL-35, MIR-155 and SAA in children with
viral myocarditis

ZHANG Xiaojian*, ZHANG Junyi, FENG Song, LI Dan

(Ward 2, Department of Pediatrics, Internal Medicine, the First Affiliated Hospital of Zhengzhou University ,
Zhengzhou,, Henan, China, 450052 )

[ABSTRACT] Objective To analyze the expression and clinical significance of serum Interleukin 35
(IL-35) , miR-155, serum amyloid A (SAA) in children with viral myocarditis (VMC). Methods 121
patients with VMC admitted to the First Affiliated Hospital of Zhengzhou University from January 2018 to
March 2018 were selected, and 116 healthy children with physical examination in this hospital during the same
period were selected as a control group. The expression levels of serum IL-35, MIR-155, SAA in the two
groups were compared, and IL-35, miR-155, SAA and myocardial injury markers (Phosphocreatine Kinase
Isoenzyme (CK MB) , Cardiac troponin I (c¢Tnl) | expression were compared. The correlation between IL-35,
miR-155, SAA and myocardial injury markers, and the predictive value of the three for VMC were analyzed.
Results The levels of miR-155 and SAA in the VMC group were significantly higher than those in the control
group, and IL-35 was lower than that in the control group, and the differences were statistically significant (P<
0.05). The levels of miR-155, SAA, CK-MB, cTnl in the severe group were significantly higher than those in
the mild group, and IL-35 was lower than that in the mild group. The differences were statistically significant
(P<0.05). miR-155 and SAA were positively correlated with CK-MB and cTnl, while IL-35 was negatively
correlated with CK-MB and ¢Tnl (P<0.05). The combined detection of IL-35+miR-155+SAA had a sensitivity

AERA Tl EFHF LA R (Wjlx2017438)
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and specificity of 91.30% and 73.90% for VMC prediction, and AUC=0.869 (95% CI: 0.777-0.951) , which
was significantly higher than that of the three alone (P<0.05). Conclusion Abnormal levels of IL-35, miR-

155, and SAA may be related to the occurrence and development of VMC. Monitoring the changes of the three

levels in clinical practice can provide more comprehensive reference information for clinical diagnosis and

treatment of VMC.

[KEY WORDS] Viral myocarditis ; IL-35; miR-155; SAA
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i, i LI AN B S RS
1.2 hHik
1.2.1 IL-35.miR-155,SAA Kl J5 32

SEETEAE 24 KA G K 5 mL, X B2
DR AR 24 H ¥ A s IR # K M 5 mL, il
3 000 r/min &0 HL (B0 42 10 cm) £ .0 10 min
IR WAL o T FH AT A4 e o0 Tl IR 0 928 1
6 I TL-35 , 38 551 & o RIS S A R A R
AL, 7 PCR 61 miR-155 , 37 & o0 7 [H
QIAGEN 7~ ] i #2 44t 9) miRNeasy Serum i 51 £ .
i F 4 | S A A A A AR SAA 35 2RI
LAEYRHAT PR FlHE AL,
1.2.2  OUHESOAR DA

HRELVMC 41 F#IK I 3 mL , 2.0 J5 B & 15
ool P TEREDC 0 5 RZ R Y2k A 100 58 2 L R 03 il ] 1
fif (Phosphocreatine kinase isoenzyme , CK-MB) , &
A A AT e 5T T B AL, (o F R A2
eI LIS 2 11 1( Cardiac troponin I, cTnl) ,
177 &t 32 [ Spectral Diagnostics 23 /) FT #2141t
1.3 Giiteeik

K1 SPSS 20.0 B AF#EAT S4B, i Bk
K (x£5) TR AT t KL 56 5 8 H Pearson ¥ 5653 By
IL-35.miR-155 . SAA 5.0 I bR s Py AH etk , 2
il 52 i & TAEHRAE (ROC) i1 % 43 M7 IL-35 ., miR -
155 . SAA X BRI O WL FIUANE , IF TR 4T
AL (AUC), LA P<0.05 R 22 5 BA G438 L,

2 #R

2.1 P4 IL-35.miR-155 .SAA Fik KV b
VMC 2 miR-155,SAA 7K+ 8] & & T X i
A, IL-35 (8 TX A, 2 R B A G # 2 L (P<
0.05), W31,
2.2 [RS8 BE AR I T IL-35 . miR- 155,
SAA O WU bs & P B 7K LR
4] miR-155 ,.SAA .CK-MB . cTnl 7K -4 ]
B TREA, IL-35 T REH, 2R HA 5T
e X (P<0.05), W2,
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R1 WHIL-35.miR-155.SAA RIAKFELE (v +s)
Table 1 Comparison of IL-35, miR-155 and SAA

expression levels between the 2 groups (x+s)

20 n IL-35(ng/L) miR-155  SAA(mg/mL)
X4l 116 381.21+20.31 1.03+0.11 10.32+3.24
VMCH4 121 263.28+18.54  2.98+0.57 18.81£3.15

i 46.717 36.202 20.543

P <0.001 <0.001 <0.001

2.3 1IL-35.miR-155.SAA 5.0 JUL4 155 b i 9 #H
Kk

miR - 155 5 CK-MB . cTnl } IE 1 % (r =
0.621, 0.416 , P<0.001) ; SAA 5 CK-MB . cTnl ¥J
9 IE A 6 (r=0.594, 0.685, P<0.001) , IL-35 5
CK-MB , c¢Tnl 4 it #H 5 (r=-0.0485, 0.603, P<
0.001) .,

K2 AEFBEEREMEP IL-35.miR-155.SAA HAIRGIREW RIEKFELLE (vxs)

Table 2 Comparison of the expression levels of serum IL-35, miR-155, and SAA myocardial injury markers in

patients with different disease levels (x+s)

2451 n IL-35(ng/L) miR-155 SAA (mg/mL) CK-MB (u/L) cTnl(pg/L)
R 82 312.24+22.61 2.21+0.19 15.11%5.16 41.32+10.31 0.08+0.02
o 39 160.34=18.51 4.62+0.84 26.59+5.87 75.26£10.37 0.57+0.11

1l 38.678 24.785 10.935 16.892 39.169

Pl <0.001 <0.001 <0.001 <0.001 <0.001

2.4 IL-35.miR-155.SAA %I VMC (% 1 il 4 (&
AR ROC Hi 28 AJ %1, IL-35+miR-155+SAA B
BRI X VMC T R R R R S 4y i A
0.913.0.739, AUC } 0.869(95% CI:0.777~0.951) ,
B T = R T (P<0.05) . WLER 3 I 1,

%3 IL-35.miR-155.SAA 3t VMC B &
Table 3 The predictive value of IL-35, miR-155, SAA on

VMC
T A F AUC  95% CI HURJE ¥R E PIU
IL-35 0.810 0.732~0.908 0.711 0.512 <0.001
miR-155 0.822 0.732~0.912 0.739 0.533 <0.001
SAA 0.751 0.645~0.858 0.612 0.498 <0.001

IL-35+miR-155+SAA  0.869 0.777~0.951 0.913 0.739 <0.001

1.0

LSS
0.8 —1IL-35
SAA
— IL-35+miR-153+SAA
254

2 0.6
i

ik

04[

0.2

0 02 04 06 08 1.0

1551
B 1 IL-35.miR-155.SAA Xt VMC BIFtill ROC #h £ &
Figure 1 The predicted ROC curve of IL-35, miR-155,
SAA on VMC

3 it

PAERFSE & 30, IL-35 % Th17 L K Thl #9434k
BB A VR, AT RO A 2 17 DL
v-THRZ 530k, [ B 3 Jnc 2 40 M i i ™ . AR
WG R IR, VMC B3 I3 IL-35 7KF-BH A % i
M, HEFEHBHEIL-35 WH B TREN, 1R
VMC E LA Treg 40 50 AN 2 sk D aE e 2k | iF

11751 TL-35 FeIRBEAR , %O LA AR PV F LRt 2
REEAG, 15 O BRI O LA SR I e RATR AL
B et 32 20 ALk B i HE R, IL-357K
-5 i cTnl . CK-MB 22 [a] 5 6 AH 56t 3¢ B 1fiL 7
IL-35 St DR A R IB X R EY),

W98 &I, miR-155 7F 22 Ff0s L4550 th ik
FEESEH S M5 sl 92 560 38 4o 7 57O LA BT AR
I B, miR-155 & 15 3% i1 68 7 61 15 2T 4% 20 fifa 3
B, AR T BCET A 20 W 9% 5 B 5 #EREAIR miR-155 5
O JULASE BE Bl A5 R0 s B0 U A 224 ) 19 0 P e
M, WA 2EE 7, VMC KRR, &3 vMC
RERUIMYE T miR-155 A B E T, 7F miR-155 %
I8 AR A KBGO LR 1 L R RE B R ¥ B I
iR, ARG R S ERTF R R AMS . B
VMC 3% 175 1 miR-155 K F b TFHLHI 4 A 1
1y, (BTN AT RE 5 TP B v L 2 ) BT 330G A2
TR T WA FA AR I A KR
miR-155 B¢ ik 5 CK-MB . cTnl & iF /5%,
miR-155 [ R85 B H DI REM 7 () - H AL A
%, HoA ] G B BF A O UL E 05 7 R B Y 4
Fro [ N2 IRIE VMC LA E I s 3k
miR-155 AENEE O WILAN 461453 S g ="

SAA TE E AN 5 Hh 34 8k IE 52 5 R E b
Y, X5 000 A oFe o 0 45 = A & A A A ST ) T A
B, 5.0 M EWRAAEHE VR . VMC &%
BL 5 A A, {H 7 S8 3 1 i T v w3 S e
B WL 2 T 4 W ) — S BB, ARG 5E 40
UESZTE G PRI N SAA | THFE BE B K T 40 T e
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e SAA X RERGITAL A —E S HEME . A
WL ] SAA 7] [z et 8 35O LB A R B2
W HK P AR RS X R R I R —E S %
Wil . % ROC #hZEnl 1, A IL-35 . miR-155,
SAA FRBIREI , = F A I VMC K A USRS
B 5 B U AR T R = H A KIAE VMC 2
W H A — 2 10 0 A A, 8 SR B A T VMC 9 1%
A I RFE AT
2% | r iR, IL-35.miR-155.SAA /K ¥ 8 5
VMC %4 & Rl BEAFAERR &, 7RG R I — 2%
KSR AT M R 1297 VMC 2L 210 2 % (5
Bo AR R AET TCE A IL-35 . miR-155 . SAA

(6]

BUAMW, sk, BUIRHE, 45 . Ml A PR miR-21, miR-155
AR A SNE A0 L TR 7RG D RE R R R AR DG LT ). 4r T g
Wi SiAIT AR, 2020, 12(4) :433-436+449.

Kazakova E, Larionova I, Rakina M, et al. 94P-New marker
of tumour-associated macrophages IL-35 is negatively associ-
ated with lymphatic metastasis in colorectal cancer [J]. Ann
Oncol, 2020, 31(2):106-109.

Peng M, Qiang L, Xu Y, et al. IL-35 ameliorates collagen-
induced arthritis by promoting TNF- « -induced apoptosis of
synovial fibroblasts and stimulating M2 macrophages polariza-
tion[J]. FEBS J, 2019, 286(2):11-16.

LiY, Yao L, Liu S, et al. Correlation between Serum IL-35
Levels and Bone Loss in Postmenopausal Women with Rheu-
matoid Arthritis[ J]. Med Inflamm, 2019, 20(3):1-6.

= FRARLE VMC B 5804 AR A T & [10] EFL; ?J\ﬁf , Eﬁii‘?ﬁ‘, 3";: ?r"ﬂl/J\‘RNA-ISS/é?ﬁ SH? ?ﬁf@ ib)

RIS 3 B = J5hR 5 VMC 2 5 JUBERERR -1 551K VRN 107 T 582 & 2B O il 5
PERIARSCEE LT ] I RAT IR 44k, 2020, 36(6) :135-139.

[11] Liu Z, Zhang X, Dong M, et al. Analysis of the microRNA

72%% iﬁk and mRNA expression profile of Ricin Toxin - treated

(1] ZEMe, sk, SRy . BER LR ST 25 k.0 L RAW264.7 cells reveals that miR-155-3p suppresses cell in-
JLt3) ﬁEZ’(QHﬂ M 9% B fig 1y e [T, LR 24 cf"% &, flammation by targeting GAB2[J]. Toxicol Lett, 2021, 347
2019, 25(6):36-38. (18):31-33.

[2]  Chen YQ, Chai YS, Xie K, et al. Curcumin Promotes the [12] Zhu F, Li H, Liu Y, et al. miR - 155 antagomir protect
Expression of IL-35 by Regulating Regulatory T Cell Differ- against DSS-induced colitis in mice through regulating Th17/
entiation and Restrains Uncontrolled Inflammation and Lung Treg cell balance by Jarid2/Wnt/B -catenin [ J ]. Biomed Phar-
Injury in Mice[J]. Inflammation, 2020, 43(5):1-12. macother, 2020, 12(4):109-113.

(3] 7=, BREHE, PR BE, %% . MLV PCT 1 SAA B PA /KP4 (18] AR, SFHE, ik, 55 RO LR ELIN S miR-
U A6 g 17 R g i 2 ) R S T B AR G [T . 133 & miR-155 7K - ) 635 Bl R 3 SCLT ). BEAE 24 7
PP BRI, 2022,22(2) :226-229. 2019, 18(4):21-25.

(4] ER, X%, BEAR, S MEEMFER R A RIS ER [14] &8, Ik, Huble, % . B A K556
L4995 2 PO LA A2 WA (B [T ). o [RIARG E O L 8 B2 2 S AL R A T R LT ] o L S B ST L 2019,
Aili, 2020,12(4) :449-451. 17(10) : 942-945.

[5]  hAEEY o LR 20 A 241, Th A LRk ik g i & [15] R, XB%&”% 22284 . 1ML L, CRP, SAA B A 22 16
For RO MRS WARE (BT R %) [T]. A LR U 20 T SR LS W P i L 0], ¥ g B2 2%, 2020, 31
Fuik, 2000,38(2) :75. (11);1405-1403.

(L35 1047 1)
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VEGF it ¢ 5 X 4 RS MR Bel-2 &b sz (1], i E [13] Meng Y, Yang P, Ma L. Prognostic and clinical implications
A0 m ANRRE R, 2019, 22(1) : 7-10. of c-erbB-2 expression in patients with oral cancer: A meta-

[10] YueS, Ye X, Zhou T, et al. PGRN/ TAMs-derived exosomes analysis[J ]. Medicine,, 2020, 99(23) :575.
inhibit breast cancer cell invasion and migration and its mecha- [14] cCaiJ, Huang S, Yi Y, et al. Ultrasound microbubble-mediat-
nism exploration[J]. Life Sci, 2020, 26(4):118-120. ed CRISPR/Cas9 knockout of C-erbB-2 in HEC-1A cells[J].

[11] Smith CN, Blackburn JS. PRL-3 promotes a positive feed- J Intern Med Res, 2019, 47(5):119-120.
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1. i MMP-9. COX-2 . CGRP %} fi 3 i £ S+ 45 B %
PFO FilJi iy L L

LA BedR kR Faam kiFm REBRY

(8 E] B IR MIE TSRS EF-9(MMP-9) A A HF-2(COX-2) | 445 2 5 FFHH ik
(CGRP) X i 3k 9 28 45 B 3% 00 R ALK P (PFO) WU RO TN . 53k 1R ER 233 ] 4 545 11 3% PFO
s Sk i B AR SR A, g e BRUfE R AR R 60 44 1R X IR A o A H: MMP-9 |, COX-2 . CGR 7K -
LR WELA T MMP-9 ,COX-2 . CGRP /K- B0 BRAH 5, 7% S8 Bid 2% 25 L (P<0.05) , TiE AR
¥ MMP-9,COX-2.CGRP A Bt if 5 AR J5 7 d 2 (48 XHE K TS R 47 B #H /N (P<0.05) o i Sk B &
MMP-9 ,COX-2 .CGRP ABERI 5 ARG 7 d 22 (A 48 XHE ] 52 IEAH G R (P<0.05) . = WA T i =k 9 28
S48 EE% PFO WS 19 AUC 5 0.926 (95%CI : 0.884 ~ 0.956 ) , 5845 45 A5 B0l 000 4 (8 BH 2 32 85 (P<0.05) .
i R 2 S PEO AT LT MMP-9.,COX-2 . CGRP 7KW 5 R [, H R B0 B 5 11 7 15
JE A 2%, BASKEIAKOT A7 Bl Tz 2 T T30 .

(k@] INRFLARM ; & 2EEIEAR; MMP-9; COX-2; CGRP; fii ki

Predictive value of serum MMP-9, COX-2, and CGRP on prognosis of transcatheter oc-
clusion of PFO in migraine

MA Jie, LIAO Hongjuan, ZHANG Yan, LI Luyu, ZHANG Jieqiong, ZHAO Shuguang*

(Department of Cardiac Surgery, the Second Hospital of Hebei Medical University, Shijiazhuang, Hebei,
China, 050000)

[ABSTRACT] Objective To investigate the predictive value of serum matrix metalloproteinase - 9
(MMP-9) , cyclooxygenase-2 (COX-2) , and calcitonin gene-related peptide (CGRP) on the prognosis of
transcatheter occlusion of patent foramen ovale (PFO) in migraine. Methods Two hundred and thirty - three
patients with transcatheter occlusion of PFO migraine were selected as the observation group, and another 60
healthy physical examiners were selected as the control group. Their MMP-9, COX-2 and CGR levels were de-
tected. Results The serum MMP-9, COX-2, and CGRP levels were higher in the observation group than
those in the control group (P<0.05). The absolute values of the difference between MMP-9, COX-2, and
CGRP at admission and 7 d after surgery were smaller in patients with poor prognosis than those in patients
with good prognosis (P<0.05). There was a positive correlation between the absolute values of MMP-9, COX-2,
and CGRP differences at admission and 7 d postoperatively in migraine patients (P<0.05). The AUC for the
combination of the three to predict the prognosis of transcatheter occlusion of PFO in migraine was 0.926
(95% CI: 0.884 to 0.956) , which was significantly higher than the predictive value of each indicator alone
(P<0.05). Conclusion Serum levels of MMP-9, COX-2, and CGRP decreased significantly after transcathe-
ter occlusion of PFO in migraine, and the magnitude of their decrease was related to clinical prognosis.Dynam-
ic detection of their levels could help predict the prognosis of patients with this disease.

[KEY WORDS] Unclosed foramen ovale; Transcatheter occlusion; MMP-9; COX-2; CGRP; Mi-

graine

KRB T B A S SR %) 2 (20221048)
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Pt Sk IR A2 — A R 1 08 PR 2l A SR
J& T I A VE Rk D R B g 25 G Ak, I ARk, HR %
B, BRSOk AR AL BT B,
Il R IG T I Sk R 25 9038 Z2 06 B Ti%0m & AE
WA, HICHU S AR T T BOR IEANERAR S, A
K gE4E i, A =k 98 5 0 5 £L K ] (Patent Fora-
men Ovale, PFO) 1] BEA7 £ — Bk & , PFO 1] fEJ&
T R S 0 R AR B R N 2 Bl I PR SE
FIABITRA | &3 2 34 B 3% PFO 1] 1E 4 0 3k I
BT FBZ — HHIERSCRIFA G — . BT
kg i, 3 4 8 & -9 (Matrix Metalloprotein-
ase-9, MMP-9) . 3 % & fiff -2 (Cyclooxygenase-2,
COX-2) | F# 4% 2 B FUAH G K (Calcitonin Generelat-
ed Peptide, CGRP) % [ +Z 5 i Sk J A A4, K&,
o MMP-9 & —Fh 2 5 JEAE 0 B A= B 40
LR 7, COX-2 AT 175 5 2 580 S g, S50t g 24
AR R AZ B Z E R, CGRP HAT &F 7 1 A1
WHLTIRE AR IEE R AE o AR FEUEE Sk
i 4 T B PFO F R I 75 MMP-9 .,
COX-2,CGRP /K224, Ay Ho X £ 35 s /9 13
WAHE, BTN Im R 7 e Bk . 45—

1 ARSI

1.1 ImIRTE R

PEHL 2021 4F 1 A & 2021 4F 12 A WL EFRK
2R TR Bt 233 i 25 548 BB PRO i Sk /R AR
SRWER A, T 3 B A B ARG 5 60 44 7 i X R4
LN S R Y S (I S AR 21 R

Y AHSUE : OIFF G S 0 A D12 Wibr e
Ol A 25 AR FE PR Y I 5 ;O H A FA
WSS W1 HERRAR E : OB I BN
QFEA M RGP A B e th g4 ; O/
FEA E DIRERERTE s DA U5 SRR U
e U575 A IR s U T F LI

MELE B 127 191, 22 106 fil, 45 -1 (37.41
9.84) % 5 XF MR 41 55 32 il , < 28 fl , 4% % - 3
(39.25+10.14) % . PRALAFEIE (5 SE TR LS, 25
SRR L (P>0.05)
1.2 ik

K F WA ABERT ARG 3 7 ds XA
B i) 2T 55 R 25 B AS T Hh R 5 mL i ik
4 500 r/min Z0ARH 10 min, 28 13.5 cm, 705
MY, PRAEF =70 CUKAR I REAE 5 LATEC 5 328 1 Bt

KL MMP-9 ,COX-2, CGRP /K-, 54 7™ 4% 35
a5 & (SEE RD 2 ) Ul 530617

RIGKEVT 3 AN, (B 3k 56 4= 28 it ok 2% it
90% LA L, % A= 3% | A TG 52 e B a0 ok i R
I NG AR
1.3 Gk

K G4 50 4 SPSS 22.0 4 BB , - %k
FH (R xs)H5iR , 22410 OECR F R R 20 2250 # , iF
— 5 P P A ] AR T SNK -q A 36 , 93 20 7] L A8 %
FHARN, FEAS e K55 5 TR n (%) 3R, 0 K5
FHIEME R Pearson AHOC R EU L 2347 5 T A0 (R
H 321 TAEFRE (Receiver operating characteristic,
ROC) /M. P<0.05 %ML RH G52 X,

2 HFR

2.1 W47 MMP-9 ,COX-2 ,CGRP /K- L4
WELLH 1fil i MMP-9 . COX-2 . CGRP /K - #4145
XA i, 22 R A G R X (P<0.05) . WK1,
#1 WAHAME MMP-9,COX-2,CGRP 7K FLLE (x+5)
Table 1 Comparison of serum MMP-9, COX-2 and CGRP

levels between the two groups (x=s)

251 n  MMP-9(pg/l.) COX-2(ng/mL) CGRP(ng/L)
WELZH 233 122.15+32.41 3.74+1.02 85.64+12.31
XHHRZL 60 68.24+15.37 2.49+0.35 43.76+8.25

i 12.515 9.342 24.934

P1a <0.001 <0.001 <0.001

2.2 N[FIFHS B A E] AL MMP-9 ,.COX-2
CGRP /K- Je 2= (B 4% A b st

TE A K E A BEET I MMP-9,COX-2,
CGRP /K 5THilJG R B A A, 2R G EE
X (P>0.05), fiUE A REFHARG 3 .7 d Il MMP-
9.COX-2,CGRP /K V- i 5 R 4f 2H i, ABe it
ARG 7 d ZELHER TG R4/, Z 5465
Pt L (P<0.05), WL 2,
2.3 i3I B #H MMP-9 . COX-2 . CGRP 2= {H 26 %:f
AR e

2% Pearson AH & 22 BB 43 A7 AT 20, A Sk IR R
&% MMP-9,COX-2,CGRP A BEit 5 AR5 7 d 2414
s WA ] 52 TEAH OGO R (P<0.05) . WL 1,
2.4 MMP-9,COX-2.CGRP 2 {8 % % 5 1 3k I
2 P EE PRO TS M E &

MR R 2 H Rl A, MMP-9 . COX-2,
CGRP ARl 5ARJG 7 d Z2(HAXHE 5 Wk 2 5
£ PFO il 5 A ¢ (P<0.05) . W3 3.
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*®2 ABEWIEEE S E &M% MMP-9,COX-2,CGRP K EREEHIFELLE (x£5)
Table 2 Comparison of serum levels of MMP-9 and COX-2 in patients with different prognosis points (x+s)

BN 2151 n NHin) RJF3d RiF7d ABEEt 5K 5 7 d Z (A4 HAE

MMP-9(pg/L) BE AR 32 128.89+36.74 102.37+21.85 89.83+15.37 39.06£5.24
fila R4f 201 121.08+28.49 92.55+18.63 76.41%10.20 44.67+7.31

i 1.380 2.702 6.389 4171

PAH 0.169 0.007 <0.001 <0.001
COX-2(ng/mL) WER R 32 3.79+1.04 3.27+0.54 2.82+0.49 0.97+0.25
fil)a R4f 201 3.73+0.98 2.98+0.39 2.54+0.32 1.19+0.16

i 0.319 3.687 4.231 6.613

PAH 0.750 <0.001 <0.001 <0.001
CGRP(ng/L) BEARR 32 87.21x14.27 73.41£9.82 62.37+6.31 24.84+3.26
fil)a R4F 201 85.39+10.89 59.26+7.49 45.89+5.84 39.50+4.15

i 0.839 9.479 14.663 19.056

P 0.403 <0.001 <0.001 <0.001

&3 MMP-9.COX-2.CGRP ZEEXE S L MESETHE PFOMEHIX R
Table 3 Relationship between the absolute value of MMP-9, COX-2 and CGRP difference and the prognosis of PFO after

transcatheter closure of hemicranial pain

5 LS i) ZHE B
s OR {H 95% CI PiH OR fH 95% CI PiH
MMP-9 2 {5 4 % (i 0.525 0.295~0.769 <0.001 0.409 0.314~0.617 <0.001
COX-2 2= (i 46 %HH 0.704. 0.411~0.845 <0.001 0.521 0.523~0.794. <0.001
CGRP 2 45 %I 0.431 0.216~0.661 <0.001 0.314 0.298~0.519 <0.001
2.0 r=0620 60 pre0727 2.0y r=0.701 ﬁE 4 MMP-9.COX-2,CGRP %Eé’ﬁﬁﬁﬁiﬂﬁ %ﬁéé—e'r
.é 15 P<(),0()l)£. _é P<0.0001 .E 15 P<0.0001 % o ~ .
ENS e 20 o &£ PFO Tl ROl 4 (&
= z 20 B o o
g 0.5 % % 0.5 Table 4 predictive value of absolute value of MMP-9,
U b < . . .
© 0 20 40 60 80 0 20 40 60 80 0 20 40 60 COX-2 and CGRP difference in the prognosis of PFO after
MMP-9( pg/L) MMP-9(pg/L) MMP-9( pg/L)

1 {R3k7EHEE MMP-9,COX-2,CGRP £{E L XHEM X
Figure 1 Correlation between absolute values of MMP-9,

COX-2 and CGRP in patients with migraine

2.5 MMP-9,COX-2,CGRP 2= {# 4 % i % i Sk g
22 S BHE PRO T B9 T 4 (.

LTS AN BB E VRN FHPERE A, Tl 5 R4 R
FANE R PEREAS , 22 ROC 14k, 45 5 7R , MMP
-9.COX-2 .CGRP ABihf 5 AR5 7 d 22 {8 48 % E il
W Sk 22 548 £ 3% PFO TS 19 AUC 43 51 K
0.802.,0.818.,0.784, Bk & il AUC i 0.926, # 4%
& b Sk SR A B 2 42 55 (DeLong=18.271, P<
0.001) , H 12 Wy 08K B °h 84.37% , B¢ 5 R
86.07%. W.F 4K 2,

3 it

WEH: , PFO Bl A Ay S —Ff i ) A8 S5, 30 1 5%
7R, PFO 5 B M A< v i Sk 9 45 5 95 %% D) AH
K b 25 OCF PRO 50 Sk ¢ R W IE B AS W
WA, BB mLFEEETRGE T FEHE

transcatheter closure of hemicranial pain
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Figure 2 predictive value of absolute value of MMP-9,
COX-2 and CGRP difference in the prognosis of PFO after

transcatheter closure of hemicranial pain
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SEC .sTNFR-P55 J& FLIR 8 AR 5 &2 & F B 7 fE R R R (P<0.05) o 320 # TAERHE (ROC) #h 4 70 #r ik
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The significance of serum CEA, sEC and sTNFR-p55 in predicting postoperative out-

comes of breast cancer
WANG Ranran, ZHEN Guixin, LIU Kun, LU Yanging, LIU Lanjie, LI Huijun, WANG Yanli*
(Department of Oncology, Baoding Second Central Hospital, Baoding, Hebei, China, 072750)

[ABSTRACT] Objective To investigate the clinical value of serum carcinoembryonic antigen
(CEA), soluble E-cadherin (sEC) and soluble tumor necrosis factor receptor p55 (sSTNFR-p55) in predicting
postoperative outcomes of breast cancer. Methods 132 patients with breast cancer who underwent surgery in
Baoding Second Central Hospital were selected between May 2017 and July 2018. According to the condition of
recurrence and metastasis, the patients were divided into the recurrence and metastasis group and the non-recur-
rence and metastasis group. Serum levels of CEA, sEC and sTNFR-p55 were detected, and their relationship
with recurrence and metastasis of breast cancer after surgery was discussed. Results During the follow-up until
December 31, 2020, a total of 35 cases had recurrence and metastasis (recurrence and metastasis group) , and
97 cases did not have recurrence and metastasis (non-recurrence and metastasis group).There were statistically
significant differences in the levels of CEA, sEC and sSTNFR-P55 between the two groups (P<0.05). Multivari-
ate logistic regression analysis showed that CEA, sEC and sTNFR-p55 were independent risk factors for postop-
erative recurrence and metastasis of breast cancer (P<0.05). Receiver operating characteristic (ROC) curve
analysis showed that the area under the curve (AUC) values of CEA, sEC and sTNFR-P55 were 0.764, 0.793
and 0.761, respectively. The sensitivity and specificity were 0.743, 0.732 and 0.600, 0.866, 0.829 and 0.691,
respectively. Conclusion The levels of serum CEA, sEC, and sTNFR-P55 have a certain relationship with the
recurrence and metastasis of breast cancer after surgery, and can be used as a predictor of postoperative recur-
rence and metastasis of breast cancer after surgery, which is beneficial to guide clinical treatment.

[KEY WORDS] Breast cancer; CEA; sEC; sTNFR-P55
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Table 1 Univariate analysis of recurrence and metastasis of

breast cancer [n( %), (x+s) ]

gl FL Y g% 4]
AR (%) 0.507 0.973
<30 0(0.00) 1(1.03)
30~ 5(14.29) 13(13.40)
40~ 13(37.14) 39(40.21)
50~ 8(22.86) 20(20.62)
=60 9(25.71) 24(24.74)
BT FEEL (kg/m®) 21.82+1.14 21.47+0.92  1.704 0.091
SCAEFRE
wH & LE 8(22.86) 16(16.49)  0.712 0.700
R 16(45.71) 49(50.52)
K&K 11(31.43) 32(32.99)
RIRHRAL
e 21(60.00) 40(41.24)  4.611 0.064
i3l 13(37.14) 56(57.73)
XL 1(2.86) 1(1.03)
Jivfeg e K B A% (em)
<2 8(22.86) 20(20.62)  0.077 0.781
=2 27(77.14) 77(79.38)
28 43
119 7(20.00) 23(23.71)  1.622 0.444
1§} 15(42.86) 49(50.52)
1IR3 13(37.14) 25(25.77)
S B AR
WRIEPE A 27(77.14) 85(87.63)  2.328 0.507
N 1(2.86) 1(1.03)
TR 3(8.57) 5(5.15)
oAl 4(11.43) 6(6.19)
T2
= 13(37.14) 45(46.39)  0.893 0.345
w 22(62.86) 52(53.61)
FARITX
= 9(25.71) 15(15.46)  1.817 0.178
£l 26(74.29) 82(84.54)
CEA (ng/mL) 17.86%5.35 12.10£2.63  8.231 <0.001
SEC(ng/mL) 2342.68+272.80 2051.13+185.39 6.982 <0.001

STNFR-P55(pg/mL) 121.39£35.41  60.61x18.04 12.931 <0.001

F2 HBREREEZEBEEE Logistic BT
Table 2 Multivariate logistic regression analysis of

recurrence and metastasis of breast cancer after surgery

5B B{f SEfH wald y*f OR 95% CI P

CEA 0.256 0.078  10.772  1.292 1.109~1.505 0.001
sEC 0.299 0.103 8427  1.349 1.102~1.650  0.004
STNFR-P55 0.306 0.084 13.270 1.358 1.152~1.601 <0.001
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Figure 1 The ROC curve of serum CEA, sEC, sTNFR-P55

for predicting postoperative recurrence and metastasis of

breast cancer
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Table 3 The predictive value of serum CEA, sEC, and sTNFR-P55 for postoperative recurrence and metastasis of breast cancer

b AUC FRifEiR 95% CI R e TR S P1H

CEA 0.764 0.044 0.677~0.851 13.41 ng/mL 0.743 0.732 <0.001

sEC 0.793 0.046 0.704~0.882 2258.26 ng/mL 0.600 0.866 <0.001
sTNFR-P55 0.761 0.042 0.679~0.842 68.80 pg/mL 0.829 0.691 <0.001
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[ ZE] BR B2 BOW R B ME K B 3R 45 RNA AR K5 R 5 M 5% S AR 5 (IneRNA
GAS5) 5.0 1145 9 (CVD) KU ARG PE . ik $EHL 2017 4F 8 H % 2019 4F 6 H b iy e 2
BEWIA 19 2 BUOBE PRI A8 2 248 1] ARG BE D 2 AR L2 75 & A2 CVD 4835 4y CVD 4 106 4 Fldl: CVD
2 142§, IML3E IncRNA GASS5 55— 8 Ak I 5256 28 15 brAH 5C 14 2R Fl Pearson 7% 2% Spearman {2437 ; ML %
IncRNA GAS5 7K F-%) 2 U R B4 CVD B TN R 52 30 TAERAE 28 (ROC 4R ) 34T 5 52 2
RUBE PRI B & B CVD W B R B 2 & 2 A & Logistic MIA 4 Hr. &R CVD 4R i i 15 4k
(BMI) A% %5 B JIg & 11 IH & /i (LDL-C) 5 T-9E CVD 4, Ifili7F IncRNA GAS5 % T-9E CVD 41, % B A 4i it
2R L (1=4.727 .8.133.,12.360, P<0.05) . 2 AU IR I & CVD 35 113 IncRNA GAS5 5 BMI 47 7k
LDL-C . H il =8 (TG ) &£ A 5 (r=—0.524. . —0.508 . —0.496 .—0.486 , P<0.05) . ROC R #1451 W,
IML3% IncRNA GASS Tl 2 LB FR % i35 CVD B4 T AL (AUC) b 0.844.(95%CT : 0.795~0.802) , ¢ 53
PEN 0.82% , TR E N 0.75% . 22 3 Logistic [B1J5 70 Brh 5 87 , BMI U 2 BUBH R 34 &2 CVD 117l
S fE 5 P 2 (P<0.05) , IncRNA GASS5 Sz 2 BUBE IR (8 35 & B CVD R4 [ 3R (P<0.05) o &1 i
IncRNA GAS5 55 2 BUE /R 35 CVD 1Y & A O, FTREVE A 2 BB bR CVD XU (1 30 547

(@A) 2 AVRIRAG s O ML BN ; KAEEIESNIY RNA A= RKATRFRE S 5 S A 5

Correlation between serum IncRNA GAS5 level and cardiovascular disease risk in

patients with type 2 diabetes mellitus
ZHANG Wei, HAN Jie*, SUN Qian, XU Jing, CAO Ning, PENG Liya
(Department of Endocrinology , CNPC Central Hospital , Langfang , Hebei, China, 065000 )

[ABSTRACT] Objective To investigate the correlation between serum long non-coding RNA growth
arrest specific transcript 5 (IncRNA GAS5) and the risk of cardiovascular disease (CVD) in patients with type 2
diabetes. Methods A total of 248 patients with type 2 diabetes admitted to Hebei PetroChina Central Hospital
from August 2017 to June 2019 were selected, the patients were divided into CVD group with 106 cases and non-
CVD group with 142 cases. the correlation between serum IncRNA GASS5 and general data and laboratory
indicators was analyzed by Pearson method and Spearman method; the predictive value of serum IncRNA GAS5
levels for CVD in patients with type 2 diabetes was analyzed by receiver operating characteristic curve (ROC
curve) ; the factors affecting the occurrence of CVD in patients with type 2 diabetes were analyzed by single
factor and multivariate Logistic regression analysis. Results The body mass index (BMI) and low - density
lipoprotein cholesterol (LDL-C) of the CVD group were higher than those of the non-CVD group, and the
serum IncRNA GAS5 was lower than that of the non-CVD group, the difference was statistically significant (¢=
4.727, 8.133, 12.360, P<0.05). Serum IncRNA GASS5 of patients with type 2 diabetes complicated with CVD
was negatively correlated with BMI, diastolic blood pressure, LDL-C, and triglycerides (TG) (r=-0.524,
-0.508, —0.496, —0.486, P<0.05). ROC curve analysis results showed that the area under the curve (AUC)
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of serum IncRNA GAS5 predicting CVD in patients with type 2 diabetes was 0.844 (95%CI: 0.795~0.892) ,
the specificity was 0.82% , and the sensitivity was 0.75% . The results of multivariate Logistic regression
analysis showed that BMI was an independent risk factor for CVD in patients with type 2 diabetes (P<0.05),
and IncRNA GAS5 was a protective factor for CVD in patients with type 2 diabetes (P<0.05). Conclusion
Serum IncRNA GASS5 is related to the occurrence of CVD in patients with type 2 diabetes, and may be used as

a predictor of CVD risk in type 2 diabetes.

[KEY WORDS] Type 2 diabetes; Cardiovascular disease ; LncRNA GAS5

B ik B 2 O I A 9% K (cardiovascular dis-
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ASCELA 9] ek e 20 e 43 2 04X 328 ek 72 40 0 T 0
VEF BT H B S e M | PN 53 D 1 95 45 3 e
TP R EEBIIRE . Al , IncRNA GAS5
2 5.0 WU 4E 4 Ml 3556 . 531k, 5 CVD 1)
RAEREA AR BEVBR . AWF5EE X 2
RUWE bR £8# HEAT B W AE Y B DT, 5% I
IncRNA GAS5 5 CVD AL AR SC A, DIWI A Bl o
2 BUBR RS B BUS SRR . BT,

1 #ABEFEE

1.1 — R

Wk 2017 4F 8 A & 2019 4F 6 H b 73
O BE BESIR 1 2 BUBE PR B 248 ), iR 4 BE T 2
AF I R]JE A & A2 CVD K 4o CVD 4 106 i)
FHE CVD 4 142 4], b CVD 4 /8 3 4R 1Y 46~76
% AE CVD B FAE IR 45~77 % . WA bRiE: DR
ARG 2 BN RN Z2Y7 8 ) ; @CVD
YNNI TG 1 A2 R I H AT R G A, 3
SLALTE A BRI O I O BT O LEE BB 5 ek
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ki XA 7SI T A A ] L A s
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I A S L . HEBRARAE: O AR E A
CVD # ; @1 BUpH R 9 sl £ A7 LAt 9 43 06 2 995
QB EAATIREA 2 I A5 R A Y
G IR BN s UL IR B FL A2, WS B 2
RURE R 8 — Ml R 3R, = 2 G AR
) A5 $5 X (body mass index , BMI) HE JR i J

(N N ) N JE N =R 7T
B NHAE R E T . P LB in KRB
PRZE Lo UE , FF A R B it
1.2 W5k
1.21 LB ERIRIE

1% %% B N5 85 1 JE [ % (low - density lipoprotein
cholesterol, LDL-C) . /& % & 5 £ /1 H [# i (high-
density lipoprotein cholesterol, HDL-C) . H i = fig
(triglyceride, TG) . &\ IH [ % (total cholesterol, TC) .
LB AT 2R 4 18 3 AR A0 43 AR 5 23 T il 4
(fasting plasma glucose , FPG) 7K~ % H i 45 # A 1k
it A RSS2 Sl 4 1 S AR AR A BT A0 s B Ak I
21 % H (glycated hemoglobin Alc, HbAlc) kK Hi
HbALe ZR AR 5 ' /K 8 it R Al 33 {E (estimat-
ed glomerular filtration rate, eGFR ) =141 x ( [fil. {JL &/
0.9)77x(0.993) ™, Kl A5 BRI A% 4 BN AR 150 1]
T,
1.2.2  [l7% IncRNA GASS5 ik /K-l 2

KA A B G I 2 JE R DK IR FE AR, 3 000
r/min &0 15 min (502420 10 cm) J5 I 4E T2
I3, —80CTHRAF . R FH I f# PCR(quanti-
tative real -time PCR, qRT-PCR) ¥ &5 il ifil 7 In-
cRNA GAS5 & ik7KF . RNA $i B 7] & £ B
T 5L RNA, S SRR G0 S 7% 58 ¢DNAL, Y
25 GAPDH,, 5|97 W3 1, li K iE 5 £ T2
AR FA . qRT-PCR X 4514 : 95CHiAE M 5
min; 95CZ25 M 30 s, 58T 30 s, 72C 1 min, 45 MF
A . gRT-PCR JZ W f& & : cDNA (50 mg/L) 2 pL,
gPCR SYBR® Green Master Mix 10 pL, [ T i# 5|
(10 wmol/L) 4% 0.8 pL,ddH.0 6.4 uL,

£ 1 gRT-PCR3|#1F 7
Table 1 gqRT-PCR primer sequence

FEH L5149 53 NS 53

IncRNA GAS5 CCGGGCGATTGTGAC GATACTAGTGTGTCC

TGAG GAGGTG
GAPDH GCGATCGTGATAGAC CGCTAGTAGCAGGAT
TAGGA ACGCAGC
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H TAEFHIE M Z (ROC) 4317 5 52 1) 2 FRUBE JR s 35
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%2 CVDASI ECVDEH—MBERR LK EIBIRLER
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Table 2 Comparison of general data and laboratory

indicators between the CVD group and the non-CVD group
[n(%),(x+s5)]

CVD4 CVD4 .
A j'(En=14*2)ﬁ (n=106ﬂ) iy fi P
B 60(42.25) 42(39.62) 0.173 0.677
Y (%) 65.42+10.07  65.65+9.48 0.182 0.855
BMI (kg/m®) 23.88+2.67  25.72+3.46  4.727 0.000
Bl PR B2 (4F) 7.39+0.62 7.5120.67  1.457 0.147
U] 42(29.58) 36(33.96)  0.541 0.462
Wi (mmHg)  140.25220.66  143.92421.17 1.369 0.172
&7 5K (mmHg) 79.46x12.51  82.37+10.95 1.910 0.057
LDL-C(mmol/L) 3.67+0.82 4.39+£0.46  8.133 0.000
HDL-C (mmol/L) 1.09+0.48 1.0620.45  0.500 0.618
TG(mmol/L ) 2.78+0.62 2.80+£0.41  0.288 0.773
TC (mmol/L) 5.79+1.36 5.88+1.45  0.501 0.617
HbAlc(%) 8.23+1.64 8.30£1.72  0.326 0.745
FPG (mmol/L) 8.94+2.36 0.02+2.43  0.261 0.794

eGFR (mL/min/1.73 m*) 110.24+22.56 114.38+23.81 1.396 0.164
OISR FIEL 40(28.17) 29(27.36)  0.020 0.888

2.2 CVDA5AECVDAINIE IncRNA GASS/KTHAR
CVD 41 (1.00+0.21) IfiL. 7% IncRNA GAS5 7K -
T CVD 41 (0.68+0.19) , 22 534 Gi it X (1=
12.360, P<0.05) ,
2.3 2 BUMEIRIEIE & CVD B3 117 IncRNA GAS5
5 — e TRk B S5 5 HR A AE M
Pearson 7% J% Spearman 7573 #r 4t 5 W , 2 AUME
PR I K& CVD 2 1ML 7 IncRNA GAS5 5 BMI,
#F5K & \LDL-C . TG & i #H ¢ (P<0.05) . UL3& 3.

*3 2BBERRHE CVD BEM7F IncRNA GAS5 5
— R R S0 EHRARAE K
Table 3 Correlation of serum IncRNA GAS5 with general

data and laboratory indicators in patients with type 2 diabetes

complicated with CVD

o IncRNA GAS5
r i PAH
el -0.302 0.096
AR -0.315 0.142
BMI -0.524 0.004
bR s A -0.340 0.087
2 J0H -0.296 0.372
W45 & -0.309 0.125
kR -0.508 0.008
LDL-C -0.496 0.009
HDL-C -0.276 0.138
TG -0.486 0.010
TC -0.264 0.312
HbAlc -0.245 0.309
FPG -0.233 0.251
eGFR -0.249 0.378

INIIRESIR P 3l -0.273 0.194

2.4 |fil 7 IncRNA GAS5 7K % 2 B J g &
CVD H i 4/

PLIME IncRNA GASS5 A6 4648 2l ROC i
2 7N, M7 IncRNA GASS Tl 2 708 FR s 2 %
CVD 1) AUC J 0.844.(95% CI: 0.795~0.892) , 1 b
{547 0.801, # FE0 0.82, BURIE 1 0.75, WL 1,

ROC [l £k
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Bl ROC #hsk
Figure 1 ROC curve
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ST fE R 2 (P<0.05) , IncRNA GASS5 & 2 B IR
Wi K CVD ORI IR (P<0.05) . I3 4,

3 it

BEAE LA 15 KP4 g LB AR 3 5 s %



BT SRYT 45 20224E6 ] 5144 #5641 T Mol Diagn Ther, June 2022, Vol. 14 No. 6 - 1063 -

R4 2Im2BPERFEE XL CVD BIEZE Logistic [ 134 #7

Table 4 Logistic regression analysis of single factor affecting the occurrence of CVD in patients with type 2 diabetes

S 2 R EACES
- B  SE.fi Waldfi P{i ORf{H 95% CI Bl SE{H Waldf§ P{i ORf{H 95% CI
IncRNA GAS5  —0.079  0.023 11.811 0.001 0.924 0.883~0.967 —0.110  0.042 6836 0.009 0.896 0.825~0.973
BMI 0.854 0281 9227 0.002 2.348 1.354~4.073 0782  0.324 5820  0.016 2185 1.158~4.123
[ 92 0.863 0292 8741 0.003 2371 1.338~4.202
LDL-C 0.800 0319 6285 0.012 2225 1.191~4.158
TG 0.786  0.322 5954 0.015 2194 1.167~4.124

A5 B PRIE KRR 2R T & CVD EEALTE L
AR AR 0 I 78 LA R ) L 25 i A M 2
HRAS R PR s AR A 1Y) T B2 R LA R AR 2 — , TR
BF o 2 5 R W R e R R AT )
RO RN CVD % A XU K38 bt 2 AR
PR A KA TS A EEAEH
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Effects of tranexamic acid combined with carbetocin on levels of PLT, FIB and Hb after
cesarean section

XU Shangjun'*, CHANG Xianghong', LV Lingling®

(1. Department of Anesthesiology, Pinggu Hospital, Beijing Friendship Hospital, Capital Medical
University, Beijing, China, 101200; 2. Department of Obstetrics and Gynecology, Pinggu Hospital, Beijing
Friendship Hospital, Capital Medical University , Beijing, China, 101200)

[ABSTRACT] Objective To investigate the effect of tranexamic acid combined with carbetocin on the
prevention of postpartum hemorrhage after cesarean section and the change of platelet count (PLT) , plasma
fibrinogen (FIB) and hemoglobin (Hb) levels. Methods From January 2019 to October 2021, 86 parturients
who underwent cesarean section in Pinggu Hospital, Beijing Friendship Hospital, Capital Medical University of
Beijing were selected as the objects, and they were randomly divided into the study group and the control group.
The control group received intravenous injection of carbetocin 100 pg after the safe delivery of the fetus, and
the study group received intravenous infusion of 0.5 g of tranexamic acid combined with 100 wg of carbetocin.
The blood loss, PLT, FIB and Hb levels and the incidence of adverse reactions were compared between the two
groups. Results The bleeding volume of parturient during operation, 2 h and 24 h after operation in the study
group were significantly lower than that in the control group (P<0.05). 24 hours after operation, the levels of
PLT and Hb in the two groups of parturient were significantly decreased, the FIB was significantly increased.
but the levels of PLT, FIB and Hb in the study group were significantly higher than those in the control group,
and the difference were statistically significant (P<0.05). There were no significant difference in the incidence
of adverse reactions between the two groups. Conclusion Tranexamic acid combined with carbetocin can
effectively reduce the amount of bleeding after cesarean section and improve maternal coagulation function
without increasing the incidence of adverse reactions.

[KEY WORDS] Tranexamic acid; Carbetocin; Cesarean section; Postpartum hemorrhage
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Ik 1 0.5 g 24 H IR S AL BN STl (KRB R
b A7 BR 2\ i E SCS [ 24 HE S H20020442
& 100 mL: 0.5 g) }2 100 pg K M4 2. fh#t
0 oE AR B, SR P20 A7 i A 6, o T
WINJE 228G . 4= ARG H il =500 mL, W
7 BIV SR BCHCAth 1k iy vk Cln 5 3l Bk 45 FL L8
%€ B-Lynch #8 &5 R E % 22T 5 UIERS) 17
S QU EEYT MR I 4
1.3 LS bR

@ iC SR I LR B AL = 13 1 F R B[] 3 SR
AT RJG 24 h @y i . AR RS 5
IKIG B 5| 25 4% , oA PP AT RRE
I TR G A% A4S 2D A DL R AR
MR L . @R IAARHT ARG 24 h (1)
23 WE R KL, R 4 F 2 o A (H 4 Sysmex
XS-500i ) K6 1fiL 21 75 4 (hemoglobin, Hb ) {H ) , IfiL 18
37 PR I A3 AT A (35 [ TEG 5000 ) &6 0 1fiL /1N 1+
%4 (platelet count, PLT) . Ifil 3% £F 4 £5 11 )51 (fibrino-
gen, FIB ) /K-, 3 LA AL 4 ] 22 57, il ¢ IF
PP = AR S5 I B ARE I & AR L, A 46 O X
SIS T RS BIHERE A
1.4 Gile#ab

K Gt 2# 8% SPSS 22.0 AT 40 2R 40t
TR PORER (R +s) Fom, 01 22 55 R FH ek 560531
BOGERLER H n (%) e Al 25 55 R H 2 15, P<
0.05 R EF AR XL

2 HFR

2.1 PR I Y i

WAL 7= Il F ARBE A 22 R R g it 8 X
(P>0.05), A ARJ52h Ll KMARJG 24 h, #5841
PR YN T XTI, 2R A G E X
(P<0.05), WL#*2,

x1 WMASA-RIRBER [ (vxs),n(%) ]

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

HIE AR

A ERQ ER
! ) RO G Jib 3 IR 5 Z IRk HoAh
WFoE 4l 43 35.64+6.31 37.21+1.87 7(16.28) 6(13.95) 24(55.81) 2(4.65) 4(9.30)
X 2L 43 35.31%6.05 36.94+1.92 5(11.63) 3(6.98) 26(60.47) 1(2.32) 8(18.60)
A 0.248 0.661 0.39 0.50 0.19 0.00 1.55
P 0.805 0.511 0.5337 0.4811 0.6620 1.0000 0.2132
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F2 WAFAHMSMHEER (xxs)
Table 2 Comparison of the volume of bleeding between two
groups (x+s)
FAR ) i 1fiL ## (mL)
(min) ENGE AE2h  ARJF24h
WFR4H 43 43.51+5.43  326.54+27.64 62.57+12.33 324.61+16.54

WHEZH 43 44.12+5.27 398.51+28.35 87.43+11.95 396.72+17.11
tH{H 0.529 11.919 9.494, 19.87
P 0.599 <0.001 <0.001 <0.001

2.2 Wizl 10 PLT .FIB }2 Hb 7K V-1 e 5

Wi 2 7= IR |5 PLT {E \FIB {6 DL & Hb {f 8] He
BER LG FE L (P>0.05), RJF24h, %4
PLT {E A1 Hb i 3 AR R 7 8 2980/ , FIB {5 A Hif
WERK, ZFA G E L (P<0.05) , 54"
A PLT & .FIB {H A & Hb {5 i & KT X84, 22 57
HE 5 L (P<0.05), WF3,

®3 WA PLT.FIB & Hb /K EHILLEE (v+s)
Table 3 Comparison of the levels of PLT, FIB and Hb between the two groups (x=s)

PLT(1x10°/L) FIB(g/L) Hb(g/L)
! R K 24 Rt R 24 Rt RJg 24 h
WFoE 4 43 223.51+23.15 194.65+19.54° 4.26+0.87 5.24%1.05° 121.54+8.13 113.87+7.65"
X 20 43 223.28+22.76 180.3220.10° 4.18+0.85 4.62+1.07 122.11+8.22 109.63+7.76*
tE 0.047 3.359 0.431 2712 0.323 2.552
PAE 0.963 0.001 0.667 0.008 0.747 0.013

W S A NARET A, 4P<0.05,

2.3 P IARIG I RAE Y AR
P B R S A 7 B O RO, A R Y
IERAE , WO/, SR Sk 22 RS BIHRE A (2
JEPIAL 1A JORE R AR R B 22 S IS X
(P>0.05). W34,
x4 MAFARBHRERERZNILE (n(%)]
Table 4 Comparison of the incidenceof postoperative

complications between the two groups [1(%) ]

n CBOMKnE SRS TR RS BEHEE

WoEd 43 4(9.30) 2(4.65) 4(9.30) 2(4.65)
XHR4] 43 3(6.98) 2(4.65) 1(2.32) 0
P! 0.00 0.26 0.85 0.51
P{H 1.000 0.6086 0.3567 0.4743
3 itig

FIED P TR e R R LB BT R 77 5
ML HAR S WA I R AE 2 — o 7 I T 52
PAATL RS R IET, H AT R S Bk [ 4
PP EEHNRZ — . & IRECRIT
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ORI R E T R R R —
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#E4 Rosai-Dorfman Jog I AHSEIRAS IR SOk >

REF' FEEK FHR OEFE’ RE NEET
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[ ZE] BRY M8 12551 Rosai-Dorfman J5 (RDD) Al AR BAFAE - 45 -G SCHk T Hm 2
Wi AR R B P A R IR B AR X IR A, FaiE MR8 2013 4F 8 H £ 2019 4F 12 A R BRI 5 — it
Ja& 2 e FUE} 18 141454 Rosai-Dorfman Jpg 5 7 1Y RGEORE , T34 95 1] 119 5008058 4R850, T A s 49 44 7
CD68.S-100 & CDla & [ fE b e o, 45582  RDD 1 LARAE T AR RE S 28T Y e Kikfr, W
T T T D pl 2H 24 A AR G 1 2 A0 B AR A A3 A BTR G AR Aty , AR FRIE PR Y S22H 2L 4 B
(Rosai-Dorfman #fiJifl) 3425 ; Sosie 41 Ab 44 ¢4 20 240 M3 R it 58 P 3R 55 S-100.CD68, AN3eik CDla, £l )5
WEIRREDT A R E H R E & . S8 455N RDD WK LE SIERIICE , T 4R IR B ol ko0, 5 |
T RG] R A RS W R LR ) S R T R I e AU 25 R, FAR VIR VA AL

[£42i7] Rosai-Dorfman %5 ; CD68 %514 :S-100 2 4

The clinicopathological characteristics and literature review of extranodal rosai-dorfman
disease

ZHANG Yanan', PAN Guoqing®, LI Rui*, WANG Zhiyuan®, SHI Yi*, LIU Shiyue**

(1. Department of Pathology, Longling People’s Hospital, Banshan, Yunnan, China, 678300; 2. Department
of Pathology, the First Affiliated Hospital of Kunming Medical University, Kummimg, Yunnan, China,
653200; 3. Department of Pathology , Baoshan People’s Hospital, Banshan, Yunnan, China, 678300)

[ABSTRACT] Objective To observe the clinicopathological features of 18 cases of extranodal RDD
and explore its pathological diagnosis based on the literature, so as to improve the understanding of pathologists
and clinicians. Methods Collected in August 2013 to December 2019, the first affiliated hospital of kunming
medical university department of 18 cases of extranodal RDD patients clinical data, describe the
microscopic characteristics and through immunohistochemical staining method for CD68. S -100 and CDla
immunohistochemical staining. Results RDD could occur in mostorgans of the human body and all of them
were the first site.Microscopic examination showed alternately light and dark staining zones composed of
histrocytes and mixed inflammatory cells, accompanied by characteristic proliferation of sinus histrocytes (Rosai
-Dorfman cells ). Immunohistochemical staining showed strong diffusely positive expression of S-100 and CD68
protein, but no expression of CDla protein. After telephone follow - up, all patients were alive without
recurrence. Conclusions The occurrence of extranodal RDD is independent of gender, but can occur in all
ages and all systems of the body. The pathological diagnosis is based on its typical microscopic characteristics
and immunohistochemical results, and surgical resection can be cured.

[KEY WORDS] Rosai-Dorfman disease; S-100 protein; CD68 protein
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Rosai - Dorfman ¥4 (Rosai - Dorfman Disease,
RDD ) , SR 52 20 2040 i 35 AE 1 Bk B 45 %
(sinus histiocytosis with massive lymphadenopathy ,
SHML) , Hf Rosai 1 Dorfman J* 1969 4F- fiz 56 4l 16
FFH ARG 4, S —Fh /A WL R P 2H 2040 i 3 A=
PEBRG 2o H AT I K B A K 2L BE AR X RDD
IR A SE S, W iR EIN S . RIEHRZE R K
{6 [, RDD 55 43 3 Fi Oz A9 . 9k [ 25 1Y 25 S AU AR
AR (Rl R Stk as s s e ), b DAk e 5
Rl Z 0, HIR IR G B (5 43% ) , 45 AR AU
5%, 44 RDD $5c i 0T B ik O S5 i
B A8 R FURSERRAL . ARSI AR
T 18 51255 RDD , 3 i WA HL I PR B2 RRAIE , 45
B SCHRAR T BIZ W RLE SIS W7, DR & i PR =
A R BB A 6 A R TA TR, DB D IR Y R A

1 RS

11—k

W 2013 4F 8 A & 2019 4F 12 1 6] B W 2
B 255 — s B Be s 19 18 14540 RDD ., 48 A
Frife : 28 i TR SO BTG A 5012 R 55 41 440 a1
A BRI EL 4595 (Rosai-Dorfman 555 ) ' s @IIfi R 7%
BT ER . HEBRbRME . Q& Ik 45 RDD;
QG IRFERIATERE ; DB E AN E ; DAL 5
ARG ANTC AT e BE AR . ARG S AR B =
SEARPRZE DL R A B A R E A
1.2 WFALE

LR S-100 (585 2011040585d) . CD68 (155

2008120041d) . CDla ( 5% 5 2004150336b) . — $i
DAKO (585 20075976 ) #4116 F 45 M 373 3 A= P 4 R
T RA AT,
1.3 Hik
1.3.1  — ek

W B F8 A Bl DR Bkt G4 AR P ) L AR
A VAN TSY s iy N NN Y €l N S =N )7 S T D)
F G RAG O I T R R R T
1.3.2 gl gk AR

e AL G 595460 CD68 . S-100 2 CD1a 4K
H B 4 wm YT R % B RS
BERRPUFEAEE | A IRA N, T 357K 1 R IR 2 5 N TR
JERT 37°C, Z& 1K Uk ik AL = 3%~3.5% (PBS i
YB3 W GEIN—PUE 1 hGRE 23CLL L) i
40 min ,PBS #3368 \DAB (7 Jh KR E Gy,
PBS iR ¥ & E A T T ES . CD68.S-100
A B L T 40 i 5T v, CDYa 28 M A T 48 i
JO R A R, LA 200 5 v R B € 4 £ R
PR RN R AR B 6 AR (A JIOR A B 3Rk

2 HFR

2.1 RSk

18 41 RDD i & V-4 4E % (39+5.56) £, 10 i 3
PR, 8 it kAR AT M Cf Ton i st
(9 P ) | B R CREE T 0 | 2 T8 L B 0 1) e ) | o
I I = N I 1=117/755 21 W T = g -1
JBeia) R, B R Eh A — e LR, T A e
B A2 I T FARYIBR . W 1,

%1 186145 RDD I FRfwEE 1}
Table 1  The clinicopathologic data of 18 cases of extrajunction RDD

e AR (%) PRI HBAL fEe A% FEAR(em) I 12 W7 I R IR YT e Fiti 1
1 50 “ F T 1 4.4%4.0X1.6 i B e FADIGR 7H ¥ A7
2 14 5w F T 1 3.5%3.0%3.0 i 595 FARDIGR 6 H v A7
3 67 “ A RE 2 0.5%0.5%0.5 RAE ESD FA 2 H ¥ A7
4 66 “ e A B 2 2.4%1.0X1.0 HRA FARDIGR 4 J v A7
5 44 U FH 1 2.0x1.0x1.0 Ve NLLY] FARYIBR 54 e
6 52 kg e A B 2 2.0%2.0x1.0 HHA FARYIGE P4 e
7 22 U e A B 1 2.0x2.0x0.4 B (EIEE)  FARDIG 1H ipea
8 34 L2 A W 50 Rz Jik 1 7.0%4.5%3.0 fiy FARIIBE 5H P
9 33 E’s FEL 1 5.0%4.0%3.0 FEEN L) FARYIR AR i A7
10 39 5 T AR MR 1 1.2x1.0X1.0 (1] J5i g ESD FAR SEas i A7
11 54 % T AR MR 1 2.0x2.0x1.5 i G ESD FA 40 K v A7
12 50 3 N 1 4.0x3.5%2.0 IS FARET 11H ¥ A7
13 37 i TR R 1 2.0x1.0x0.8 74 FARIGIT 54 H ¥ A7
14 23 U pETES 1 3.0%2.0%2.0 FHS FAREIY 9OMHGATHWE®R—R) MfF
15 39 5 W 1 2.0x2.0x0.5 AT FARIET e PN i A7
16 43 7 e 3 4.5%3.5x1.5 i e FARIBIT —JA ipea
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H, A #iACDlatEH ., WK 2,

E 1 RDD HfREHHE (SP,200%)
Figure 1  Pathological features of RDD (SP, 200x )
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Figure 2 Immunohistochemical expression of RDD (SP,200x )
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[XBiR] BICHURES; L ULR%EY; PFD; RLX; TIMP-2; ET-1

Effect of pelvic floor muscle exercise combined with neuromuscular stimulation on RLX,
TIMP-2 and ET-1 in PFD patients
CHEN Na*, LIANG Chen, LI Lixia, HAN Wenying

(The First Department of Obstetrics, the Second People’s Hospital of Hengshui City, Hengshui, Hebei,
China, 053000)

[ABSTRACT] Objective To analyze the effects of pelvic floor muscle exercise + neuromuscular
stimulation on relaxin (RLX) , tissue inhibitor of metalloproteinase-2 (TIMP-2) , Endothelin-1 (ET-1) in
postpartum pelvic floor dysfunction (PFD) patients. Methods A total of 125 PFD patients admitted to the
Second People’s Hospital of Hengshui City from May 2017 to May 2020 were collected, and according to
different treatment methods, they were divided into a combination group (pelvic floor muscle exercise +
neuromuscular stimulation) 68 cases and a control group (neuromuscular stimulation) 57 cases. The pelvic floor
muscles, pelvic relaxation factor [RLX, transforming growth factor-g3 (TGF-B3), laminin (LN) ], TIMP-2,
matrix metalloproteinase-2 (MMP- 2) , nitric oxide (NO), ET-1, inflammatory factor levels [ C -reactive
protein (CRP), interleukin-6 (IL-6) | change were compared between the two groups before and after 3 months
of treatment. Results After treatment, the total EMG, class I, and class II muscle fiber EMG values in the
combined group were higher than those in the control group, and the difference was statistically significant (P<
0.05). After treatment, RLX, TGF-B3 and LN in the combined group were lower than those in the control
group, and the difference was statistically significant (P<0.05). The level of MMP-2 in the combination group
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was significantly lower than that in the control group after treatment, and TIMP-2 was higher than that in the

control group, and the difference was statistically significant (P<0.05). After treatment, the level of NO in

the two groups increased, and the levels of inflammatory factors and ET- 1 decreased. The levels of NO in the

combined group were significantly higher than those in the control group, and the levels of CRP, IL-6, and ET-1

were significantly lower than those in the control group, and the difference was statistically significant (P<

0.05). Conclusion

Pelvic floor muscle exercise combined with neuromuscular stimulation can effectively

improve pelvic floor dysfunction of PFD in patients, reduce the levels of RLX and ET-1, and increase the

expression of TIMP-2, with high clinical value.

[KEY WORDS] Pelvic floor muscle exercise; Neuromuscular stimulation therapy; PFD; RLX; TIMP-2;

ET-1
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Table 3 Comparison of MMP-2 and TIMP-2 levels before

and after treatment between the two groups (x +s)

a1l TIMP-2(pg/L) MMP-2(pg/L)
TRITHET BIT A IRYT T RIT A
YHIRZL 57 14.2642.44 18.52+3.84"  16.22+345 10.62+2.14"
A4 68 1419212 29.52+3.31°  16.19+£3.18  4.59+2.19"
1l 0.171 17.200 0.050 15.492
Pl 0.864 <0.001 0.959 <0.001

- SR BA PR A, P<0.05,

2.4 HAIARITHIIG NO ET-1 M RME Tk He 8
BITHTPI 4 NO \ET-1 M RIEH F/KFE £ 57
T2 B X (P>0.05) , 1697 J5 B A 41 NO 7K °F-
B i T X B4, CRP . IL-6 . ET-1 /K V- B B A T
PR, 22 A Geit e L (P<0.05) . WLER 4.

®1 WARTHRARNBEREER (x£5)

Table 1 Comparison of pelvic floor muscles before and after treatment between the two groups (x +s)

3 . AL (V) 1 BT LE L AE (u V) LA LEHLHLAF (wV)
NEEEg] TR AT T A I TR
X2 57 6.48+1.38 8.19+2.34° 2.61+0.31 3.64+0.84° 3.21+0.54 4.49x1.22"
A4 68 6.35+1.64 11.54+2.94° 2.59+0.47 4.570.91° 3.18+0.67 5.97+1.65'
1l 0.474 6.951 0.274 5.892 0.271 5.606
P{H 0.636 <0.001 0.783 <0.001 0.786 <0.001

i SRR i, P<0.05,

x2 MARTHEEBRNBEFKFILE (vxs)

Table 2 Comparison of pelvic relaxation factor levels before and after treatment between the two groups (x +s)

-~ . RLX (pg/L) TGF-B3(ng/L) LN(pg/L)
i Eprgif] RITE RITH RITE TRIT T RITIE
X IR 2H 57 63.29+6.41 38.05%5.24" 55.49+6.10 36.21%4.55" 46.25+6.31 34.16+4.92°
B 68 63.20£6.57 25.54+5.29" 55.38+6.41 23.48+4.14° 46.28+6.11 26.244.66°
A 0.077 13.225 0.097 16.365 0.026 9.226
PiE 0.938 <0.001 0.922 <0.001 0.978 <0.001

5 EH ER YT AT IS AL, *P<0.05,
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R4 TEBFHIENOET-1 BRRMEEFKELE (x+s)

Table 4 Comparison of levels of NO, ET-1 and inflammatory factors before and after treatment between the two groups (x+s)

a5 NO (pmol/L.) CRP(mg/L) IL-6(pg/L) ET-1(wmol/L)
TRITHT BT A TRITHT BT A IRIT T HIT A VRIT T BIT A
FHHEZH 57 6.48%1.38  8.19+£2.34°  81.62+6.74 44.26+3.81°  110.84+8.48 70.16+7.41° 115.2616.54  80.64+8.19"
A 68 6.35x1.64 11.5422.94°  81.59+6.30 32.28+3.17°  109.26+8.97 51.2146.85" 113.98£16.97  51.26+7.45"
{8 0.474 6.951 0.025 19.191 1.005 14.840 0.424 20.985
PIE 0.636 <0.001 0.979 <0.001 0.316 <0.001 0.671 <0.001

- SRR i, P<0.05,

3 it
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Application of online use of dry bicarbonate concentrates in hemodialysis

YE Xiaoyan'*, KE Jun', ZOU Misha’, LU Runchao’, FU Gang’, LIU Xiaohui’, GONG Mingtao’,
MA Zhengxin®

(1. Guangdong Medical Devices Quality Surveillance and Test Institute/Key Laboratory of Extracorporeal
Circulation Devices, State Drug Administration/ Guangzhou Biomedical Blood Purification Materials Research
and Development Key Laboratory, Guangzhou, Guangdong, China, 510663 ; 2. Fresenius Medical Care R&D
(Shanghai) Co., Ltd., Shanghai, China, 200233)

[ABSTRACT]

treatment. Liquid bicarbonate concentrates can provide a good growth environment for bacteria. Avoiding

The quality of dialysis fluid is essential in assuring patient safety during hemodialysis

microbiological contamination of dialysate is a challenge for clinical. This article discusses the development

history of Online dry bicarbonate concentrates, introduces the product information on the market, and analyzes

the characteristics of different types of products, aiming to provide a valuable reference for clinical treatment.
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Figure 1 ~ Microbial contamination in the storage tank of the

CFUML

manually prepared solution B in the dialysis center
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Figure 2 Online dry bicarbonate concentrates
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Table 1 Global major brand of online dry bicarbonate

concentrate (incomplete statistics )

e . LTI BT

A M) e e (h)
bibag 500 V / / 4.5
650 Vv Vv VvV 6.0

900 V Vv VvV 8.0

Bicart 650 / Vv V 6.0
720 Vv vV vV 6.8

1150 vV Vv vV 10.0

1250 Y4 vV Vv 12.4

Solcart B 650 Vv Vv VvV 6.2
760 Vv vV vV 7.3

1100 Vv Vv vV 10.6

BT : 500 mL/min
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Figure 3 The connection between the online B dry powder
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Figure 4 Dissolution of solute particles in solvent (Nernst-

Brunner hypothesis )
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Figure 5 Changes in powder volume during the use of

on-line dry powder bags
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Table 2 Bacterial culture results of dialysate and dialysis water, A solution, and B solution in hemodialysis centers of

5 hospitals in Dalian

A B ik B B
BB gl THEEEC AR RN AR THEER A% THEER
() (CFU/mL) () (CFU/mL) () (CFU/mL) () (CFU/mL)
1 6 0 8 98 8 0 28 51
2 8 0 6 103 6 0 31 63
3 6 0 4 55 6 0 18 23
4 4 0 6 262 4 1 14 107
5 6 0 6 92 6 0 16 32

3 2011204 EEMBRHONAARBBEREREKHAEHRE

Table 3 2011-2014 unqualified rate of dialysate outlet, inlet, A solution, B solution and reverse osmosis water

weyil 2011 4 2012 4 2013 4 2014 4F
WE g et O e meise TERE g rems MERF g mamn MERF
4 %) (%) (%)
o 45 22 49 214 56 26 75 20 27 63 17 11
AH 20 5 25 14 3 21 16 0 0 18 0 0
A 12 0 0 38 0 0 9 0 0 12 0 0
B 35 8 23 46 3 7 18 12 67 41 12 5
Bk 52 10 19 22 2 9 17 0 0 18 0 0

haemodialysis and related therapies - Part 5: Quality
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