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Research Progress of Tumor Necrosis Factor Alpha in Diagnosis and Treatment of
Malignant Tumors

HUANG Ben', FAN Wei’, WANG Ping®, LIU Jiacui', DUAN Yiping', CHEN Liangyue', MA Tiantian',
YU Mingxia'*

(1. Department of Laboratory Medicine, Zhongnan Hospital, Wuhan University, Wuhan, Hubei, China,
430071; 2. Department of Pathology, Zhongnan Hospital, Wuhan University, Wuhan, Hubei, China, 430071)

[ABSTRACT] Tumor Necrosis Factor a (TNFa) is expressed in a variety of malignant tumor tissues
and is related to the malignant clinical characteristics of patients. As an important inflammatory factor, the role
of TNFa is related to all steps of tumorigenesis, including cell transformation, survival, proliferation,
invasion and metastasis. TNFa can be used as a molecular marker for the diagnosis and treatment of malignant
tumors. This article reviews the research on the mechanism and related signal pathways of TNFa in malignant
tumors in the past five years, and it’s the application in the diagnosis and treatment of malignant tumors.

[KEY WORDS] TNFa; Tumor; Mechanism; Molecular marker
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Prevalence and risk factors of Clostridium difficile infection in patients with inflammatory
bowel disease

WU Zhongwen, LIU Pingjuan, GUO Penghao, CHEN Yili, LIAO Kang, HUANG Bin*

(Department of Clinical Laboratory, The First Affiliated Hospital, Sun Yat-sen University, Guangzhou,
Guangdong, China, 510080)

[ABSTRACT] Objectives To study the prevalence and risk factors of Clostridium difficile infection
in patients with inflammatory bowel disease (IBD) to provide a basis for clinical treatment. Method 130 pa-
tients with inflammatory bowel disease admitted to the First Affiliated Hospital of Sun Yat-sen University in
Guangzhou from November 2017 to June 2019 were included in the study. According to the diagnosis of IBD,
the patients were divided into Crohn’s disease group (CD) and ulcerative colitis group (UC) , and stool sam-
ples were collected within 48 hours of admission.which The Chromogenic culture, toxin A/B enzyme immuno-
assay (CDAB) , glutamate dehydrogenase enzyme immunoassay (GDH) and real-time fluorescent quantitative
PCR detection of gene for toxin B (zcdB) were used to detect Clostridium difficile. According to the test results
of Clostridium difficile and the clinical conditions of the patients, the patients were divided into negative
group, colonization group and infection group, and the differences in various indicators between the CD and
UC groups and the test results of the four detection methods were compared. Result Among 130 patients with
IBD, the numbers of Crohn’s disease group (CD) and ulcerative colitis group (UC) were 80 (61.5% ) and 50

(38.5% ) , respectively. The colonization rate and infection rate of Clostridium difficile in the CD group were
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20.0% (16/80) and 8.8 (7/80) % , respectively. The colonization rate and infection rate in ulcerative colitis

were 16.0% (8/50) and 26.0% (13/50) respectively. There were significant differences between the two

groups in general conditions, stool detection conditions and multiple indicators of inflammation markers (P<

0.05). The positive rates of chromogenic culture method, immunofluorescence method to detect GDH, CD-
AB, and qRT-PCR method to detect tcdB were 29.2%, 29.2% , 3.1% and 20.8% , respectively. There was no

statistically significant difference between the results of one-step detection of Clostridium difficile toxin B gene

in fecal C. difficile infection and the combined method recommended by the guidelines (P>0.05). Conclu-

sions UC patients are more likely to be infected with C. difficile than CD patients. Attention should be paid to

the colonization of C. difficile in patients with IBD.

[KEY WORDS] Inflammatory Bowel Disease; Clostridium difficile asymptomatic carriage ; Clostridi-

um difficile infection ; risk factors
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HIRA], ZIEEE 1 h,3 000 r/m &0 5 min, G
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Rl AT 28 HC b R T A B A T UE HE T A R SR
e E T 37TCIR A RS 9% 24~48 h, PRBUH 2 AR
M), ST 4 AR S Rk, R AR TR
AT Y .
1.9 Gl

K SPSS 22.0 B A AT e 43 B 5 TH R
B n (%) 2o, R K g 1H s SR & IER
AT VIR +5) Fm R e K56 s AAF A IE B4 R
FIM(P25,P75) 7R ; I L 548 bR A — 200 5k R 1
AP A RS o0 A R R RS 56 B8 1124 i s DA P<
0.05 M ZEFAG IR X,

2 #ZR

2.1 BHE—IEN

v % B 41 (CD) At 3z 14 45 s & 4 (UC) 4l
B35 80(61.5% ) Fll 50(38.5% ) , 5E K R FIR YL
Foa B B R T3 20.0% 1 8.8% , 15t 97 P45
W98 & 43 5N 16.0% 11 26.0% . IBD 84 BARAR
MEAR TR AR 3 5 R R 53 5] 18.5% [ (16+8)/130 ]
F15.4%[ (7+13)/130 ], PRALAEIS 15 S W B L
%l | 20 Bt 7% (Cytomegalovirus , CMV ) EB & 2
G 3N A NEER DR HER, 254
Giitegm X (P<0.05). W1,

R1 —RBEREE (n(%), (3+s) ]
Table 1  General differences between CD and UC group

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

2.2 B RAEKG I
T 2EL KA I 40 25 BH R (OB ) L 364k 2 1 FH
PR (TF) . K WBC 5, 25 H G il ¢ 3 X
(P<0.05) ; P £ U Fofo XRE P 2 465 00 7 32 BHPE R e
B, ERTEIT#E L (P>0.05), k2,
2 KERMES (%) ]

Table 2  Stool examination differences [n(%) |

PR st

S B B RS

H RS 4 (n=80) %4 (n=50) it P
51 % 47(58.8)  28(21.5)  0.095 0.758
5’8 33(41.3)  22(16.9)
A 20.1+11.1  39.7+13.8 —4.817 0.000
15 Sl S 8(10.0) 0(0.0)  =5.772 0.000
L35y 17(21.3)  4(8.0)
rpg 46(57.5)  22(44.0)
iy 1(1.3) 22(44.0)  38.616 0.000
ZH) 8(10.0) 2(4.0)

ik PR 57(71.3)  29(58.0) -1.950 0.051
FEAE 16(20.0)  8(16.0)  0.327 0.567
Y 7(8.8) 13(26.0)  7.033 0.008

WiswE T3 49(61.3)  10(20.0)  —5.355 0.000
3~4 1K 25(31.3)  20(40.0)

5~T I 6(7.5) 12(24.0)

ZT4HT 8 000.0) 8(16.0)
KR 13(16.3)  10(20.0)  0.297 0.586
CMV 4(5.0) 12(24.0)  10.292 0.001
EB 7(8.8) 21(42.0)  20.129 0.000
WE 7(8.8) 18(36.0)  14.710 0.000
LiEE 8(10.0) 4(8.0) 0.146 0.703
G 2 A ) 18(225)  7(14.0) 1431 0.232
E/INACE 19(23.8)  20(40.0)  3.869 0.049

i Wax e ZIZMEH PIE
T P Cgm smgem ZXH P

OB (n=122) 40(54.1) 45(93.8) 21.712 0.000
TF(n=122) 42(56.8) 44(91.7) 17.058 0.000

KAE WBC(n=122) BHME  57(77.0) 16(33.3) =5.034 0.000
0~3 3(4.1) 4(8.3)
3-5/HP 5(6.8) 3(6.3)
1+ 4(54)  9(18.8)
2+ 2(2.7)  7(14.6)
3+ 3(4.1)  7(146)
4+ 0(0.0) 2(4.2)

s 20(25.0) 18(36.0) 1.800 0.180
GDH 20(25.0) 18(36.0) 1.800 0.180
tcdB 13(16.3) 14(28.0) 2.582 0.108
CDAB 3(3.8) 1(2.0) 0.316 0.576

2.3 HBERIEMREY LI
T 2H 5 DK I 40 B (WBC) | C b 2R H
(CRP) Lb#, 2R A G2 E L (P<0.05), W33,

K3 RIEBIRELE [(x£5),M(P25,P75) ]
Table 3 Inflammatory biomarkers differences between CD
and UC group [ (x+s),M(P25,P75) ]
WH  n e B Bt A RA ZH PME
ESR 126 47.5£29.5 38.5(18.75,62) —0.849 0.396
WBC 129  6.9(5.28,9.37)  83(6.55,10.92) -2.789 0.005
CRP 121 28.2(12.43,47.20) 11.5(4.20,37.05) -2.553 0.011

2.4 WRMERR B AN [RI R 7 45
TRRERF IR G T AL R S edB 2 HLH, 22 5
TGt 5 L (P>0.05) . —JCH R (CDT) 5 027
TR TE PRI R B . WA 4~5, [ 1,
R4 AMERUFEHER
Table 4 4 methods result
SPH O ERIA A YAl R

BITE e Wk fedi BRER HESR
Wk 202 87.5 55.3 85.0 44.7
GDH 29.2 83.3 52.6 90.0 47.4
CDAB 3.1 83 50.0 10.0 50.0
tcdB 20.8 33.3 29.6 95.0 70.4
A 18.5 29.2 29.2 85.0 70.8
3 iTig

i PR T FE B DM R X A2 1 1) D7 0 A A 2 R M
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R5 1wdB EBEHRERLE

Table 5 differences between tcdB and union method ]

fatbn tedB ESERvS P PH

BEM: R 20.8(27/130) 18.5(24/130)  0.220 0.639
AL BEPER 33.3(8/24) 29.2(7/24) 0.094 0.760
JERGLZH FIPE# 95.0(19/20)  85.0(17/20) 1.083 0.298

ARG 7 5 45 At He
100.0%

80.0%

60.0%

20.0% I

00% | _=lall 1 1|
ErE GDH CDAB Xpert JSERPR

w RS S AL ITRE R AL P o L L P m el B B
B RMERE AT AR AR

Figure 1 4 methods result

SR S E KD (GDH) R XER 7 A/B 5 & 9%
2% K M (CDAB) . M X #82 1 3 B 2 7 A
(NAAT) R ME 19 35 7% . 48 m 4k 77 L GDH #il
CDAB 4 Al NAAT 77 #1575 (TC) 55,40 Jifl
B IE (CCTA) IR G747, PR R BH T
CDAB [ FHPERALT , RERA TR ZH i —
DU JT LA SR eod B AR 2 i RS I B A F) S 3

] AR 2 TR e R 1 OO0 AR B8 Sk 41 36 < IBD
B3 AR J Yl R B 7E 5.0~13.9% ; UC 475 Bl 7F
5.56%~22.8% ; CD [ 785 Bl 7% 4.0%~20.45% "7 . B
GE R I SE A B DR MERR TR R YL 5 15.4% , 5t9%
PEZE 7 96 (UC) JRYL RN 26.0% , 72 % Ik (CD) Jik
e KON 8.8% , 5 Wi VL AR i 5 P& B 41z 8 Jk Y oK
13.9% .24.7%F 8.5% 3", 5L g
R2EFER TR RN k25 280, 2
— 2 a4l CDAB IR 14 .

5590 IR Y S %) REOME AR TR L AH L, RROUERR B (1Y)
FEREAE AT 25 PRI 2400 . AE P, i 4 il
FREBRARMERR TR B AN 0.70% ", S5 IS HAE A BE
FORMERR A E R AGA 20.0% " . % T IBD AL, E4H
AR RBILE R R AT 10.8%~17%; IR
S I W Wa o N ShLei1 i | S e A L E
B SR R R E A RRIA 8.2% . SR & L IBD
B EI RN 18.5% , Hoh UC A EAFE N 16%),
CD B K 20% (i H EAREA G #2255 ) I5E
H AU E IBD AR A R O U ARGE

R AR TR R A I R S, AR AR A
PR R A T PR SRR, T 0 o R TR R A
FEE - BRI . R R R S ASH g i
TR X 2 B A5 4 L T EL 2 R #E A B B R g

AR 5 55 Z A B, AR 7 S R 5 A 3 S P
TBER G, RE AT 117 7 AROME A T TR e XU
XA T tedB AR E, B — P 1 HLRE
DX 3 R AR 7 R BRI E AR RAS I 7 3% o

D % WL 2R AF R BR ), A 52 B0 A R T 2 %
T3 (P B 55 7 sl A R R 106 ) G N R M A2 e Ja
Ge/RE A o 20 T RE AT D 22 5 1R T £ 1) J A
P [ JBTPE AP 5, — 6 1 I PR 2% (A Joi 5 241 4 5]
B H TR S IBD W44 ) IR OR 4 R 52 3
B A ABTTE 5 IS DI, AR KR A
B, T RETLA 4z i M6 75 8 ESU R O o

S 30k
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FEZ:0 1T A X CVB3 4/ D BRGNS L
15105 Ko PRI - s mi B SERLRIRE 52

B RS HEFE NRA F Hi4E

(# ZE] BB HUFESEA X EE MO LA A0 475 A8 12 1 5 i I i A6 9 78 AL .
FiE DA B3m W8t (CVB3) B /N A O WLAT AL S B Pk O LR PR AME L SE86 432k 5 4
IEH X R FESER A (Tan T A) 4 B (CVB3) A FFSTR T A 697 (CVB3+Tan [T A) 4 FAI ELFH AR
J7 (CVB3+Rib) 4l . A1 HE0R £ (CCK-8) v A5l 20 i i 1 , 12 70) & 4G I 42 Tk ) 15 fL it (SOD) 4
o H B o S P Al ( GSH-Px ) 146 1 B 5 8% (MDA ) 75 it ELISA 3K (14 i/ Z-18 (IL-18) A 41
A2 -6(IL-6) Fl R A FEE F-o (TNF-ou ), 383 4 B A I 48 LA 77K -, Westerm blot 46 21 At i 85 4] 1)
B2 e R 1) R 2% G R 2K 1 /K St Tt 3 (Cleaved Caspase-3)  Toll ¥E3Z 4K 4 (TLR4 ) F) 22 35 FI#% % 5E K F «B
(NF-kB)VELKTF, @R SIEHRHIRAAH L, CVB3 410 WLAH MG P T 1, SOD H1 GSH-Px I LA,
MDA & %, K EFE F IL-18 . IL-6 Fl TNF-a K W & I F+, P T2 14 Ji1, Cleaved Caspase-3 . TLR4
H1 p-NE-kB B350 . 198, 22 R 2475 L (P<0.05) . FHZ0 11 A FIF| B RIS 4R 25 CVB3 i %
B 41 TG 1, #2755 SOD 1 GSH-Px i 7 , B Ik MDA &5 ik, sl /b TL-18  IL-6 il TNF-u Y 435 , 311 i 41 it
T, T M Cleaved Caspase-3 .p-TLR4 Fl NF-«kB [ 3Rk , 22 5 A G122 L (P<0.05) . &i&  FH&0
IT A i TLRA/NF-«B {5 530 F Ul AU TR SR S8 i 2 I, B AIC CVB3 5 O WLAT B A5 A 1~

[REIA] P20 DA PRI LRI A SN 5 TLRA/NF-kB {5538

Effects of Tanshinone II A on Oxidative Damage and Apoptosis of Primary Cardiomyo-

cytes Infected by CVB3 in Mice and Its Mechanism

XIAO Wentao ', ZHANG Jing ', GUO Suping ', HU Zhenjie ', LI Jiang >, GAO Chuanyu **

(1. Coronary Care Unit, Fuwai Central China Cardiovascular Hospital/Henan Provincial People ’s Hospital ,
Zhengzhou, Henan, China, 451464; 2. Zhengzhou Railway Vocational and Technical College/Henan Engi-
neering Research Center of Natural Medicine Extraction and Medical Technology Application, Zhengzhou,
Hennan, China, 451464; 3. Department of Coronary Heart Disease , Fuwai Central China Cardiovascular Hos-
pital, Zhengzhou, Henan, China, 451464)

[ABSTRACT] Objective To investigate the effect of Tanshinone Il A on cell damage and apoptosis
of viral myocarditis and its potential mechanism. Methods Coxsackie B3m virus (CVB3) was used to infect
primary cardiomyocytes of mice to construct an in vitro model of viral myocarditis. The experiment was divid-
ed into five groups: the normal control group, the Tanshinone Il A (Tan Il A) group and the model (CVB3)
group, the Tanshinone Il A treatment (CVB3+Tan Il A) group and the ribavirin treatment (CVB3+Rib) group.
Cell counting kit (CCK-8) method was used to detect cell viability. The kit detects the activity of superoxide
dismutase (SOD) and glutathione peroxidase (GSH-Px) and the content of malondialdehyde (MDA ). ELISA

ABIRE A B AT ESATR L ) F21(212102310170,202102310088 )

MEHfr ] BAMEP S ERER/THEARERSEEREFA, BomEREPE, Th, AN 451464
2. AN BRI IR L R F IR/ dy i R ARSI BT BOR ] AR P, 7 dy, #00 451464
3. BSMe P ERE R BRI, T d, FRON 451464

*BAEEE & R, E-mail : gao_chuanyu@163.com
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was to detect interleukin-13 (IL-18), interleukin-6 (IL-6) and tumor necrosis factor-a (TNF-a). Flow cytome-
try was used to detect the level of apoptosis. Western blot was used to detect the expression of cleaved cysteine-
containing aspartate proteolytic enzyme 3 (Cleaved Caspase-3), Toll-like receptor 4 (TLR4) and the activation
of nuclear transcription factor kB (NF-kB). Results Compared with the control group, the activity of cardiomy-
ocytes in the CVB3 group decreased, SOD and GSH-Px activities decreased, MDA content increased, the levels
of inflammatory factors IL-1$3, IL-6 and TNF-« increased significantly, and the rate of apoptosis increased.
Cleaved Caspase -3, the expression of TLR4 and p-NF-«kB was significantly up-regulated, and the difference was
statistically significant (P<0.05). Tanshinone IIA and ribavirin can increase CVB3 -induced cell activity, in-
crease SOD and GSH-Px activity, reduce MDA content, reduce IL-1@, IL-6 and TNF-« secretion, inhibit cell
apoptosis, and down-regulate Cleaved Caspase -3, and the expression of p-TLR4/NF-«kB, the difference was sta-

tistically significant (P<0.05). Conclusion Tanshinone Il A reduces oxidative stress and inflammation through

TLR4/NF-kB signaling pathway and reduces CVB3 induced cardiomyocyte damage and apoptosis.
[KEY WORDS] Tanshinone ITA; Viral myocarditis; Oxidative stress; Inlfammation; TLR4/NF-kB

signaling pathway

¥ 75 PE O BILR (Viral myocarditis, VMC ) J& —
Flvak e T3 1 B gL 1 0 LA PR 0 , FE AR N Th
2R, A5 K0T s S E . P
B, B R , 18 AR 5% 35 5 B3 (CVB3) /&
FHEURETEE O MR BB WS . BT aER I
0 LA 75 DR R B S , TF R A R P UR 22 254
XRIT RO R B AREZEZ L, ST A
(Tanshinone Il A, Tan Il A) J& FF Sl (1) 2 2236 P A
g7, BAPUAAL PUREE Y R S 2 R 2 B2
ige"™ s FESE LA )2 0 M4 50 1936
S BRIMTPES A 1T A TE B RO LS8 TP 952 1
JAE AL AR X B =, PR AR 5256 L CVB3
TR /N R O WL A L A A4 AP AR 38905 B 0 L
RGPS 1A X BEPEC LA 48 LA 40 R
T2 52 ) B AT B R BILTRI , LA R oo 8 1 0 L AR i
PRIGTT P&t —E i S AR A

1 Met5RE®

1.1 SEEe s K 322000

6 Jl i SPF 4% BALB/C Mt /N B (v [ Bl e
SR AL ) s PESE DA (R R SATE R A
FI2 2% @] ) s DMEM %% 3% 3 ( 3£ [ Thermo Fisher Sci-
entific 23 ®] ) ; i 4F 1ML 3% ( 3€ [€ Life Technologies 7
F] ) ; CVB3 i 8 (36 [ B A AR 0 ) 5 CCK-8 1]
( H A=A L2058 07 ) s BCA B ¥ 2 ARG I 3t 5]
% (£ H Sigma 24 1) ; SOD i 463K 7) & . MDA
SRR A GSH-Px 15 1 /2 17 & (7 5t
AW TRV ) ;IL-18 . IL-6 fil TNF-«
ELISA #1277 & (FE R R R BHRCA R A H] ) 5

Annexin V -FITC/PI 2 Jfd 8 1= 4 32 7] &5 ( H A<
TaKaRa /A ] ) ; ECL k27 &G (B = KA
Y+ AR W55 BF ) s PVDF i (55 [ % B 28 /)
Cleaved Caspase-3 H. 97 . TLR4 .37 .NF-«xB H.97 |
p-NF-kB H.47 N —H1 (3£ [H Santa Cruz 23 7)) o
1.2 U LA G 2 S ik 385520

2 B SCHR ™43 B8 /N B0 LAR AR, BN BRI
A, BT, DLBEEE S 1k, 22 S0 RE L AR IO/ B
RN . S50 B 38 1 A g 52 56 sh W 18 B2
S, 43 B0 LA IR S IR AE S 10% 6 48 1
() DMEM K556, BCE 7E 37°C 5% CO, I IR
JERRFRAR AT SR . AE 6 LA PR 1.0x10° 4~ /4L
YL, o5 2 WG BE A K 1) 40 i R A 10 £ MOI
1) CVB3 (M4 i S g 25 2R ), R IR ), 37 CIF B
1 h, il AEEAI(CVB3) 4, FEZ 1T A RYT (CVB3+
Tan [ A)ZH LA CVB3 & 44 J5 (i ¥ BE A 10 pumol/L
()P S B TA b PR IE % B2 42 R ) 5 &
PBS, & 1T A(Tan [T A)41f# FHHK A 10 umol/L
(7S A LB, R B G 97 (CVB3+Rib) 41
LA CVB3 L Ji5 ffi ¥k B 8 200 pg/mL 119 P+ S i
ITA &b,
1.3 CCK-8 Ao LA B 17 14

O LA AR DL 3x10° /4L A £ 96 fLAR H, 2
M2 ik B A A, AR E 3 E AL, 400
TE 24 F1 48 h ) £5 fL 240 L 9 fin A CCK-8 ¥ i 10
pL, BE 2 h, B4R A E 450 nm &b (19 5% %5 B H
(OD 1) , Z K N 600 nm, 43 5358 4% 4.0 UL
20 B M 20 M S (%) =52 56 41 OD fH /X iR 41
OD {E%x100% .,
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1.4 5] & M % SOD Fl GSH-Px jif 14 Al MDA
o

BALOHLANALEE 48 b 5 WCEEANIE I b B
W, 43532 1 SOD \MDA Fl GSH-Px A&7 &ri5a B
%+ SOD Hl GSH-Px i1 ;2 MDA 5 i F4 TG
1.5  ELISA Kl R APEF T 1L-18 . IL-6 F TNF-a 7K

B NG AL BE 48 h 5, WO L IE BT IR,
i F BLISA #3057 £ % IL-18 \IL-6 Fl TNF-a 7K
SEHEA TR, ELRSERAE D TR S i i r UG 15
1.6 T A M A DUCo JULAH M T 3

O JULAH L4 40 A0 B8 48 h ), W 4R 3% 10° > 41
Ji , 2% FH Annexin V -FITC/PI i3] &5 10 B 15 ab 33, ffi
S 22X 0 A SRS ) 240 B 9 T R 0 o
1.7  Western blot £ 1l .C> JL 4 Jfd /b Cleaved Cas-
pase-3 . TLR4 NF-kB il p-NF-«B & [k /K

AL AL 3 48 h 25 A0 LA S & T, BCA WL
W By AW, EromiAsE, SFEf
17 10% SDS-PAGE ¥ Jist Hi Jik , Fifi J5 HL %% 2 PVDF
i, F 5% Wi Ne 04 h 0 2 h, 2 B8 —Pi vt 1%
1:1 000 i % Cleaved Caspase-3 , TLR4 .NF-kB
p-NF-k B, il AR — T, 4CE W HF , H A
1:3 000 # &My — 9t , =B 2 h, DL ECL #1712
S, R R R EIMR, L) GAPDH AN 2,
1M aE B B R X R IA K
1.8 Gl

K SPSS 21.0 G it 25 3 A4 X 5 #4743 4t
THR R (R 25) Fom , IRF G IES 10, 4L [E]
FH e Ke 5, Z 410l SR F B R 7 2208, DL P<
0.05 FR 2= A G XL

2 R
21 FFZ0 A X CVB3 %55 0900 JULAH B 3 P 1
A

5% BRLHL AR H , CVB3 4.0 LA i 36 1 k2%
fik (P<0.05) ;5 CVB3 41 Al , CVB3+Tan I A 410>
JULZH 3% P B J 3560 (P<0.05) o L1,

2.2 P I A X CVB3 55090 JULAH i A AL 07
Al

5%F B2 AH b, CVB3 41 SOD 1 GSH-Px jifi 14
H 52 P4 (P<0.05) , MDA 75 7 B I 3 22 (P<0.05) ;
5 CVB3 4 A, CVB3+Tan Il A 41 SOD #il GSH-
Px 1% 7E - JI (P<0.05) , MDA % £ F [ (P<0.05) .
k2,

®1 FAONMEMEELRER (x+s5)

Table 1 Comparison of cardiomyocyte activity in each group

(x+s)
13 AR TE (% )
0Oh 24 h 48 h

Xt B 2] 100.00+5.12 99.64+5.11 97.85+5.14
Tan Il A 99.02+5.04 96.48+5.26 96.33+5.39
CVB3 98.46+4.89 76.28+4.61° 52.16+3.65"
CVB3+TanllA  98.22+5.02 88.32+4.06°  80.92+4.33"
CVB3+Rib 99.11+5.17 90.14+4.37°  84.57+4.27°

FAE 0.056 11.047 48.006

Py 0.993 0.001 0.000

1 : 5 Control 41 [, "P<0.05; 5 CVB3 41 1., “P<0.05,

2 ‘AL SOD 1 GSH-Px i MK MDA &2 LL
(xxs)
Table 2 Comparison of SOD and GSH-Px activities and

MDA content of cardiomyocytes in each group (x +s)

215 SOD(U/mL) MDA(U/mL) GSH-Px(U/mL)
X HEZH 77.636.11 12.52+0.13 148.92+10.21
TanIl A 75.28+6.08 13.41%1.01 145.12+11.75

CVB3 58.04£5.02°  28.65+3.02" 91.38+8.11°

CVB3+TanllA  71.2626.07°  16.14+1.70" 133.74+9.61°
CVB3+Rib 73.44+6.81"  14.15+1.57°  139.26+12.08"
F1H 4.847 42.919 14.851
PiE 0.0020 0.000 0.000

T HXFIB4 4 [, *P<0.05; 5 CVB3 4 [, °P<0.05.,

2.3 FFZ=Hi 11 A X CVB3 75 5190 LA i R 5E S
N7 114 5 ]

X B4IM L, CVB3 41 IL-18 . IL-6 il TNF-a
JKETHE (P<0.05) 55 CVB3 4 M1 e, CVB3+Tan I
A4 IL-1B.IL-6 Fll TNF-a 7K F B & F [ (P<
0.05), W33,
x3 KBAOUMAEIL-18.IL-6 F1 TNF-a /K FEEER (3 £5)
Table 3 Comparison of levels of IL-1(3, IL-6 and TNF-« in

cardiomyocytes of each group (x +s)

21 5 IL-18(pg/mL) IL-6(pg/L) TNF-a(pg/mL)
papilEEEl 12.52+0.13 0.71+0.07 21.41+2.32
Tan [l A 11.81+1.04 0.68+0.06 35.45+3.14

CVB3 28.65+3.02" 3.55+0.37°  367.95+36.84"
CVB3+TanllA  16.14+1.70° 1.06+£0.13°  107.85+10.44°
CVB3+Rib 14.24+1.38 0.91+0.09° 76.52+7.63"

FiE 47.595 131.406 195.750

P1H 0.000 0.000 0.000

W SR AI41 L, *P<0.05; 5 CVB3 41 1, "P<0.05,

2.4 FHBEII AXFCVB3 LA 5
5506} B H , CVB3 410 WL AN AR 98 7~ 5% A
Cleaved Caspase-3 [ %5 7t & (P<0.05) ; 55 CVB3
AL, CVB3+Tan Il A ZH 40 g 4 1= F Hl Cleaved
Caspase-3 IRILH] BT (P<0.05) . VLA 1 A 4,
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10 10 ' 10°

Cleaved Caspase-3 | ———— |7 D
cunit | MGG B

10' ‘
10 o A
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10 Y k o o
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Annexin V-FITC Annexin V-FITC Annexin V-FITC Annexin V-FITC

10°

10010 00 100 10710 10'
Annexin V-FITC

A IR AN ARG I A 4L 0 LANAE R 723 ; B 4 Western blot 6l Cleaved Caspase-3 i3k o
B 1 ASHE A CVB3 iS58 RL48AEJE T-F0 Cleaved Caspase-3 R i% B S21

Figure 1 The effect of Tanshinone II A on CVB3-induced cardiomyocyte apoptosis and Cleaved Caspase-3 expression

x4 FHONMEMMBATERIER (xxs)
Table 4 Comparison of apoptosis rate of cardiomyocytes in

each group (¥ +s)

20 A% (%) Cleaved Caspase-3
X HE A 2.52+0.59 0.11+0.01
Tan [l A 2.88+0.62 0.12+0.01
CVB3 25.79+3.24° 0.52+0.05°
X IR 4 HE L P<0.05,

25 FFZ0 0 A X CVB3 % S 1.0 L 40 i
TLR4/NF-kB {553 B 1 52 1)

555%F FRALAH EE , CVB3 210 AIL4H i 7P TLR4 Al
p-NF-kB 3635 8 (P<0.05) ; 5 CVB3 4 L,
CVB3+Tan Il A £ 4 it /[ TLR4 il p-NF-kB [ # ik
M & U (P<0.05), WLIE 2 fiZ 5,

>
S 3
o fagi-] Rt
o @& " i

TLRE | e 06 kD
NF-«kB = . G5 kD
p-NF-xB | W————— 5 D
GapDH | WEREER AR

B2 Western blot #ifll & 40 AL A A1 TLR4 \NF-«B #0
p-NF-«kB EHRiI%
Figure 2 Western blot detection of TLR4, NF-kB and

p-NF-kB protein expression in cardiomyocytes of each group

x5 HHOIMEAETH TLR4 NF-kB 1 p-NF-kB E A &KX
KFEELE (x+s)
Table 5 Comparison of TLR4, NF-kB and p-NF-kB protein

expression levels in cardiomyocytes of each group (x+s)

415 TLR4 NF-kB p-NF-kB
X HEZH 0.11+0.01 0.82+0.08 0.32+0.03
Tanll A 0.120.01 0.81:+0.08 0.33+0.03
CVB3 0.89x0.09° 0.83+0.07 0.63+0.06*
CVB3+TanllA  0.2320.02° 0.81+0.08 0.41+0.04"
CVB3+Rib 0.21+0.02° 0.80+0.07 0.38+0.03"
F1H 176.736 0.067 30.247
PiE 0.000 0.991 0.000

T SR H,*P<0.05; 5 CVB3 4 1, "P<0.05

3 it

O LR AE R0 LA 05 I 0 LA R AE , A2
IR/ gl BN EEFERZ—", il
BRI DN BB I — A E R, L
AR E T CVB3 B YL, CVB3 & —Fh i 2
9 2890 SRR, w5 L RNAE e ) &k Ang
Mg EE O LR ™ . K2 50 % A0 LR T H A
P sk R WU AT H R F CVB3 &, HAT R T
9 B 1O LA 14 & L 10 R o8 2B 8, L=
MO NI YT R 2 . RSO B P O
WL B9 I BIL I Ke TF A8 355 B0 24 9 0o 45 1k O L
RIWIGRIAIT B M EE
FHEER A KR T BIEEHEY P2 R AR
2, FEH TR SO O O SO AL
MAF R o AT R, PRSI A B R 40
VESTIR 12 30T 5 PO WL /) SRS Y R s PR
Y, ARSI S R R S 1A X CVB3 75
SO AT EA —E AR E . LIRS &
PP S T A R BE I A 0 45 STk I 38R g 4R A
2 KR OO B B AR E Y AR SRR
S 1A RERS 32 5 CVB3 355 190 JULAH i 47t
AL SOD Al GSH-Px I 1 , F& Ik MDA 9 & i,
U o JUL 0 ) S AR R BB 43 o AR, PES T T
A TR CVB3 175 0 O LAI AL S0 Y 58 1 R TL-
1B IL-6 Fl TNF-a 7K -, FEAR AR AE S I, A 5 56 2%
RV ARG . — TR W, PESE ITA 7]
3 3+ [ Ik TLR4-MyD88-NF-«B {5 5 i i , % g £
BEI5 31 RAW264.7 4 il Z P RIER ™ . 51—
WSS & B, PFS: 0 1A 3 i TLR-4 45 (1) NF-«B
T 5 T [ AR AN AR T A R R AR R SR 1
A SO AR L I AR SRR 2 SRR B, P
Z:[il IIA 7] 1 98 CVB3 53 1.0 WL 4H A 1 TLR4
NF-kB #1355, RHFHSH LA G #il TLR4/
NF-kB {55538 % 10
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L3R P ERNNE DNA J P 53 R I 3¢ 225 i) v

0

ke TR MR O BT ORAT

[ =] B8 MG DNA(ctDNA ) KRAS/NRAS/EGFR/BRAF/MET R 225 A6:] [ %
HFZ5h, Tk %87 L EF S AT MBS DNA SISOk, % SO T e i B0 , DU I 1Y
N HEXT 3 22 B K 740 I 2 A 15 S8 AR BT TR A4 35 DR 58 25 1) el DNA P81, 3R AR A DG SE R 28
AEE . GER BUA I R PN 1 [ 5% B2 2 ARG I R 28 28 107 A, R R B 225 i AR A
DTG AN A BH S 2% 5 5 R P AR 78 AR 50 ng DNA F o8 2855132 7 0.3%~1 %R IR S 2% 5. 8518 1%
AT LR GRS R & ERSH R ER . REZS% 0 oDNA KRR LR

[EgER] MFHAR; MRIEHRME DNA; B R S% 5 bl

Evaluation of the Application of National Reference Materials for Detection of Plasma

Circulating Tumor DNA Gene Mutations

SUN Nan, YU Ting, SUN Jing, JIA Zheng, QU Shoufang*, HUANG Jie*
(National Institute for Food and Drug Control, Beijing, China, 100050)

[ABSTRACT] Objective To evaluate the national reference material of KRAS/NRAS/EGFR/BRAF/
MET gene mutation detection of circulating tumor DNA (ctDNA). Methods After the library construction

and specific amplification of national reference material, the amplified products were sequenced with high flux.

The sequenced sequences were compared with the reference gene sequences. The original plasma DNA tem-

plate was analyzed and reduced by bioinformatics software. The tumor DNA sequences carrying gene muta-

tions were accurately identified and the relevant gene mutation information was obtained. Results The corre-

sponding mutation sites were detected in the positive reference materials within the detection range. The nega-

tive reference material and the positive reference outside the detection range were wild type. The detection limit

reference material with mutation frequency of 0.3%~1% in 50 ng DNA can be detected. Conclusion The test

results of this technology meet the requirements of national standard. The national standard provides guarantee

for the standardization of ctDNA detection.

[KEY WORDS] Sequencing technology ; ctDNA ; National Reference Material ; Standardization

Jit g 2 4 T B IR H UL B R L AR 20 170
TNFEF iz o AR K AR R —Fh i ) T
H T T T i g T PN S R R A S
W AN ASPEAR IR T 038 VIR oK o 40 LG 21 i e
DNA ( Circulating tumor DNA , ctDNA ) 6 Il & — Fh

FAR B . A s R E K A B Tg B 42 AT 5T (2016 YFC1000300)
Mk e, P ER RS EERE, LT 100050

B Ry A A A 2K R A HE AT\ )
ST A PR S b . DR R A R L T
18 5 I SRR AR K P (next generation se-
quencing, NGS) i) ctDNA 43 #7 1) 5 % N 75%~
90% , i DN 245 2 55 20 ZUR I vy B — 3K 2016 4F

*iBAEAE A 3 A, E-mail : jhuang5522@126.com; ¥ 5 7 , E-mail : qushoufang@126.com

EIMb A TR A — A
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H I i 9 0 2 L 2 /N A 2 SO VR AR T A 3k i
POIFAR A B AN 2447 i PR AT 25 940
il A A, T R BRI LY, PR 7 R I L 13
Je 0 W7 R e B T 24 BIL AR A5 AR 3 R R A A
NGS Jrik&,

AR S FH AT 330 A Sy 2% 1 3000 5 AR X i AT
198 DNA KRAS/NRAS/EGFR/BRAF/MET FEH %€
AR I [ X225 AT R, TR T AR
P 4 AR 3 6 L 5 Ry A0 AR A 6 fe e 2 PR 5

ARSI & A PE R
1 HESH®

1.1 54

1fiL 3% ctDNA KRAS/NRAS/EGFR/ BRAF/MET &
PR A5 K D [l % 5 2% i, 4iE5- < 360037-201901, 87
/A, 4.2 mL/3, IMAREFEAS Bl A 2 A
IR e (ke B ) it
1.2 AU 5

Qubit DNA & H# /0 #1{X W B 35 [H Life technol-
ogies /A Hl , S} ¢ 6 % & PCR X [ 3£ [ Life
technologies /A H , NextSeq CN500 & Kl |37 73 #14%
WA BT DT Sty R 3 RS W R A B A |, T
KB PCR R4: H 2[5 Bio-Rad 24 Al , SCF 2 i
A (HE 5 : 2109868) 1l ] 52 [F] KAPA Biosystems
/v ), DNA 2lifbil ) & (EBR ) (A5 : R0O037) 1y
AT D B R SE 2 Wi R AR A A, A2
EGFR/ALK/ROS1/RET/KRAS/NRAS/PIK3CA/BRAF/
HER2/MET &R 5 A8 A M) & (R] 3 AR g 2%
1R ) (35 . R3002191001) 16 [ # JH DL S A6
BRI RI2 Wi H A A RN 7], NextSeq CN500 i
IR £ (415 - RO300) Wy 11 A7 PH D1 3 11 5 [
ZWIHARARA A,
1.3 ik
1.3.1 RS HE#E

T 56 42 B ctDNA KRAS/NRAS/EGFR/BRAF/
MET 3 R 5875 K i ] 58 228 i 1) 13K i 25 DNA,
SR J5 K H N\ 28 EGFR/ALK/ROS1/RET/KRAS/NRAS/
PIK3CA/BRAF/HER2/MET & [H 5 75 B4 46 1 32 771
(AT 30 R g 26 1B 00 7 3 ) %o B LA 1 2% i 25 DNA
PEAT SCPEF . 7EREZR DNA H B i 3k
SR 5 TRV HE T 1 A T #e i A1 45 1) DNA | B
WAk, @t 7E AR A s R B SR T i
7l PCR ¥4 , ‘& 4 H¥r DNA R B, 1541k

619 PCR 43 774 . #4 #1135 R FH DNA 4lifk
R & (k) i G A T alifh
1.3.2 ZAEFHE

KPR 2t L 9O E B PCR AN , B il v
FEAET 1 oM, al i1 B — 200 AL
1.3.3 ¥

W SCEATIRA B, B, & .ok
e A I FH g AR R T T ORI A,
4.1t NextSeq Control Software (NCS) Kl #5 , NCS 4]
IRk 5E AL . N NCS #) = 51 255 Sequence, ¥
O AR TTHT R TGS B, S T 12 47 Hi Il AR
iof, mily Start, FFERIN
1.3.4  45RH%

i AP B AR A A, U 48 A 3 PR e AR
() 195 DNA JF 1), RIS A OCIE R 2285 5 o

2 HR

21 ARG R
FES SO EEY =1 M, WFE 1,
K1 AXEREER
Table 1 Final library quality control results

Kt

HRZSHMN ... XERE BRSHS . CFERE
Ui RaE (nM) G5 R (nM)
7 7
CP_001_01 0.4 5.0 CP_015_01 0.4 5.9
CP_003_01 0.2 3.0 CP_016_01 0.4 5.4
CP_004_01 0.4 5.3 CP_017_01 0.4 5.1
CP_005_01 0.4 5.4 CP_018_01 0.2 3.2
CP_006_01 0.5 6.5 CP_019_01 0.5 6.4
CP_007_01 0.4 6.0 CP_020_01 0.4 5.5
CP_009_01 0.5 0.8 CP_022_01 0.5 7.7
CP_010_01 0.5 7.0 CP_023_01 0.5 6.7
CP_011_01 0.3 4.2 CP_024 0.4 6.1
CP_012_01 0.5 7.7 CP_026_01 0.4 5.3
CP_013_01 0.5 0.6 CP_027 0.4 6.3
CP_014_01 0.4 6.1 CP-000 0.3 4.8

22 fFmtkdh

XTHE R % S B S 2% SaEATR
&5 7 FR AT ARSI () 27 F 5 AR A I 245 2R ) 58 AR
reads ¥4 0 5%, Ry 587 [ 5 JE PRI Rl A, 5
RAF reads B0 0 5%, WAl G RAPIM., WE
PR 7 | R MR B NN ES P R o A
W 355 6 7 FR AT A I () 27 Ff 52 A 0 85 R 25 Ay
G B 5 3 A i R Rl B A DN, Ay il AR B
2.3 M RAS 5 (single nucleotide variant ) Fl4d
AR 278 (insertion-deletion ) 4%

Xof 3l 1) e A 0 S PR P 1 [ R P S5 A T
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Table 2 Negative reference result

sV

KOS M DNA BItE i
55 i A A © -

A IR AR DN/: [Py ZEie

F B
BRAF V600E 0 1517 1 A
EGFR GT19A 0 2360 1 4k
EGFR G719S 0 2372 1 A
EGFR G719C(1) 0 2372 1 [
EGFR ET746_A750del(1) 0 2261 1 A
EGFR ET746_A750del(2) 0 2269 1 A
EGFR L747_P753>S 0 2260 1 [ 44
EGFR E746_S752>V 0 2213 1 [
EGFR L747_AT750>P(2) 0 2232 1 A
EGFR L747_T751del 0 2232 1 A
EGFR T790M 0 2106 0.9 A
EGFR S7681 0 1968 1 SRS
EGFR D770_N771insG 0 1808 1 A
EGFR L8538R(1) 0 1893 1 A
EGFR L861Q 0 1994 1 [k
HER2 A775_G776insYVMA 0 2513 1 [
KRAS G12S 0 1236 1 A
KRAS Gl12C 0 1236 1 A
KRAS GI12D 0 1239 1 3RS
KRAS GI12A 0 1239 1 B
KRAS G12V 0 1239 1 [
KRAS Q61H 0 1620 1 [Wikis
MET 1.982_D1028del 0 1062 1 34k
NRAS GI12D 0 1295 1 344k
NRAS Q61K 0 1578 1 94
NRAS Q61R 0 1579 1 [ikis
PIK3CA H1047R 0 1781 1 34k

K, 755 SO T WL B 20K 0 X2 % i
GEAR SR , 58 4% reads B KT 1, ¥R AH R A
MBS . WA 3.

2.4 KRR &S

SR BRI T T PN (49 1% K1 0.3 % 58 738 4 5K
DU BR 2 2% fi A7 R, A5 3 1Y) KRAS/NRAS/EGFR/
BRAF/MET 3 R 5375 57 s AL G AR 13 26 4 BH
Mo XA EASIE P B9 EGFR/MET JER 45 1%L
PYG IS5 S TR, 25 5 B . xR
RIS BBl A 191 0.1% 2878 L 4G BR 2 2 it i A 7 4G
W], AR 750 5075 R B Azl B, B 1) KRAS/NRAS/
EGFR/BRAF/MET H& K 5875 7 i FHA 5748 (37 55 A6
L ORET 0.1 %50 skt . MR 4.

3 it

AR T A AT T e DR AR B T R
AREARBUMIRE A SUREA R B3, 2N T
246 T, IR & R R I &5 o AR T R A
KPR g 28K I otDNA ¥ B2 AT IR 2= 44>
PR DNA [ 0.01% ", PR 46 0 2 ARG
PRGBS AR 2, A W55 2 W1 mT o7 F 40 i R i 0
AL 20 i 1) A R 3R A R i AR R ARE A, TG T R B 3
(ARGt BE T HEA TR ST BRAIE™ . 3 AR 3ET NGS 195
TEKEIN ctDNA B, 75 224 F i BRI T (>10 000% )5
R ) , LIk B A AR PR (<0.1%) "

H BB & T il a2 7 1A K ctDNA (147
v Ar e, WA A E K S % o E bR &%
i o T D 58 T A i B 3 I PR 36 P 0 A A 2019
AF iR 77 25 DNA (ctDNA ) 35 [R] 28 758 A6 1 25 [a] o
TR Y5 | TR 45 52 56 28 ctDNA F R 28 28 46 1) A

R3 HEESEFRENER

Table 3 Positive reference result

ExZ%mms  HH SEF Tk 5 A8 IR IS RARDNA A Bt HDNA R Bt RAREE 458
CP_001_01 KRAS 2 ¢.35G>A G12D 48 1158 0.04 FHAE
CP_001_01 PIK3CA 21 ¢.3140A>G H1047R 46 1474 0.03 FHAE
CP_003_01 KRAS 2 ¢.34G>T G12C 86 1937 0.04 FHAE
CP_004_01 KRAS 2 ¢.35G>C G12A 67 1695 0.04 FHAE
CP_006_01 KRAS 2 c.34G>A G128 51 1690 0.03 FH A
CP_009_01 NRAS 3 c.181C>A Q61K 103 2561 0.04 FHAE
CP_010_01 NRAS 3 c.182A>G Q6IR 65 2185 0.03 IoH
CP_011_01 BRAF 15 c.1799T>A V600E 145 2495 0.06 FH A
CP_016_01 PIK3CA 21 ¢.3140A>G H1047R 80 2312 0.03 FH A4
CP_016_01 EGFR 19 €.2240_2257del18 L747_P753>S 3 2700 0.00 FH
CP_018_01 EGFR 20 ¢.2369C>T T790M 104 2633 0.04 FH 44
CP_018_01 EGFR 21 ¢.2573T>G L858R (1) 128 2544, 0.05 FHAE
CP_019_01 EGFR 18 ¢.2155G>A G719S 78 3155 0.02 [ERS
CP_020_01 EGFR 21 ¢.2573T>G L858R (1) 104 1900 0.05 FAAE
CP_020_01 EGFR 20 .2369C>T T790M 60 1884 0.03 FHAE
CP_022_01 EGFR 19 .2236_2250dell5  E746_A750del(2) 140 2849 0.05 FHAE
CP_023_01 EGFR 19 €.2239_2248>C L747_AT750>P(2) 156 2408 0.06 FHAE
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Table 4 Detection limit reference result

ik
SR AN FERRAL IR KRR
(%)
18 G719A ¢.2156G>C 0.3
18 G719 ¢.2155G>A 0.3
18 G719C ¢.2155G>T 0.3

19 E746_A750del (1)  ¢.2235_2249dell5 0.5
19 E746_A750del(2)  ¢.2236_2250dell5 0.1

19 L747_P753>S €.2240_2257dell8 0.5

EGFR 19 E746_S752>V €.2237_2255>T 0.5
19 L747_A750>P €.2239_2248>C 0.1

19 L747_T751del c.2240_2254dell5 0.5

20 T790M ¢.2369C>T 0.3

20 S7681 ¢.2303G>T 0.5

20 D770_N77linsG ~ ¢.2310_2311insGGT 0.3

21 L858R ¢.2573T>G 0.3

21 L861Q c.2582T>A 0.3

2 G12D ¢.35G>A 0.3

2 G12A ¢.35G>C 0.1

2 Gl12v ¢.35G>T 0.3

KRAS 2 G128 c.34G>A 0.1
2 G12C ¢.34G>T 0.1

3 Q61H ¢.183A>C 0.3

2 G12D ¢.35G>A 0.1

NRAS 3 Q61R cl182A>G 0.1
3 Q61K c.181C>A 0.1

PIK3CA 21 H1047R ¢.3140A>G 0.3
BRAF 15 V600E c.1799T>A 0.1
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(5 ZE] BHM RiSWERER S CEA TuM2-PK XS4 GRS INME ., FiE  EE 2019451
H % 2020 4F 12 7 ROUBHE K2 BHE DU B BE 150 151 BE LS5 68 HR L AR A S5 o 3G e 45 SR 3 S 45 1
HGARSE A, A HT S B T ARSI H CEA . TuM2-PK K, I3 45 15 85 46 & | I35 CEA |
TuM2-PK K FXF S5 s 2 Wi (. 855 150 B SEALZS i 0 3 Sk LU ] 66.67% ; B s A 45 A 58 T
K % L7 CEA \ TuM2-PK /K-35 FARSE e 4, R ARG B3 30] 0 b AR BE R Tkt S 6 7% 5 4%
Wdis FR A S5 A BE K ILYE CEA \ TuM2-PK /KSR B, 22 538 G124 08 L (P<0.05) s Z5 e R R A4
Mgz FR 3 I CEA \TuM2-PK /K P25 TS I i 4 (P<0.05) ;ROC 4k Bom , 455 A Ar 2551 LI
i CEA \ TuM2-PK KB A2 Wigh e AUC K, 9 0.961. Z5i8 S5 F KA IiLis CEA \ TuM2-PK
IRT FF S 1 00 45 I Wi SRS 18 RPN, A (8 T 38 M s s Wi, Sea R R BLRR YT .
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The value of colonoscopy combined with serum CEA and TuM2-PK in the diagnosis of
colon cancer

WANG Ji, WU Xiaowei*, YAN Ni

(Department of Gastroenterology , Hanyang Hospital Affiliated to Wuhan University of Science and Technolo-
gy, Wuhan, Hubei, China, 430050)

[ABSTRACT] Objective To explore the diagnostic value of colonoscopy combined with CEA and
TuM2-PK for colon cancer. Methods A total of 150 patients with suspected colon cancer in Hanyang Hospi-
tal Affiliated to Wuhan University of Science and Technology from January 2019 to December 2020 were se-
lected and divided into the colon cancer group and the non-colon cancer group according to the results of post-
operative pathological examination. The results of colonoscopy examination, serum CEA, TuM2-PK were ana-
lyzed to evaluate the value of colonoscopy, serum CEA and TuM2-PK levels in the diagnosis of colon cancer.
Results The malignant ratio of 150 patients with suspected colon cancer was 66.67% . The colonic cancer
group’ colonoscopy detection rate, serum CEA, and TuM2-PK levels were higher than those in the non-colon
cancer group, and the different pathological stages, degree of differentiation, and lymph node metastasis were
compared with colon cancer patients’ colonoscopy detection rate, serum CEA and TuM2-PK levels, the differ-
ence was statistically significant (P<0.05). The serum CEA and TuM2-PK levels of colon cancer patients un-
der colonoscopy were higher than those of non-colon cancer Patients (P<0.05). The ROC curve showed that
the combined diagnosis of colon cancer with colonoscopy, serum CEA, and TuM2-PK levels had the highest
AUC, which was 0.961. Conclusion Colonoscopy, serum CEA, and TuM2-PK can be used for colon cancer
diagnosis and disease condition and pathological evaluation. The combination of various indicators can improve
the diagnostic value of colon cancer and realize early detection and early treatment.

[KEY WORDS] Colonoscopy; Carcinoembryonic antigen; Tumor M2 pyruvate kinase ; Colon cancer
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25 Wi WL A R, e R E T
o T R 5 =6 . IR, RIS I I R
IRREIE 0% a4 o NS i R R AR T B
RIS Z2 AL T e B R AR T IR
I, 25 W i R NS R B e SR A A S AR I T
BA SRR E S S5l T R n] B EEH AL
TEREIE, AR B S A TR BTG 4G, W] S X 45 90
PRI B S5 7 5E T R A o e 52 Z R R 25,
e R HAFAE—E SR BRVE™ o i3 s b s ) e
PERRIS Wb B AT S e BRI
J5i (carcinoembryonic antigen, CEA ) J& 45 179 B¢ i FH
Feb S A i ) 2 —" 5 b M2 2 9 T 152 38 ¥ ( Tumor
M2 pyruvate kinase, TuM2-PK) J& 1 4% & B8 5 45
A SRR AR S HAZ W I v R e A e
AWIFE LRI 225 h 52 Wik &5 CEA \ TuM2-PK
XA B HREATT .

1 #ABERE

1.1 — ok

YEHL 2019 4F 1 A & 2020 4F 12 H & RHE K
27 BT L FH = B 150 151 5 AL 45 B o 2B 3 A T
XTG4 ARG BAG Ar 45 R A S5 w5 RS
TR, BEISE IR FR o A AR « S 177 B AR
IR, A K R (20 0R aliKm ) , Ao P sl R, 1
AT fik B iR AR TR RAT AR IR 5 A s
FIB YIS AR MG IS E R E . HEBRAR I
B I FCABES AL R 5 A TR 0 VB S RS
PR 5 S0 M A s T FL B IR I Lk . 5B 88 il
17 62 1], AF V14 (55.948.63) % . AP 98 2 B ¢
(AR il
12 Fik

4574 T K4« %6 1] Olympus CF H260AI i,
T4 M5 (H AR BARE AR, KA Al 3 d 7 1%
MR, D s el B o Y H AR
1 9:30 IR 1AL BEM W, 1 000 mL HF K #ifd,
4% 3 YR A, 1 ¥k/30 min, 2 HEE A7) 47 1 5% B 2%
T RSN L, B EHE R KR . IR A
) 5 R R, B A R B N B, A A
RS . METTH s TR, 45
ZWbR T HESUR R G TS ML, IV &Y pit, 5§
TC 45K pit, @IfL7E CEA . TuM2-PK K& - A fij B
23 WEFRKIAL 5 mL, 8.0 (3 000 r/min, 5 min , 5502
5 em) , BUM Y , CEA SR FIfb22 Lotk 2 , FF

H (&) 328 w5 & ; TuM2-PK R T 15 56 9%
W o2 3000 2, 95 R 2R S W R &, R 4 ROC
HWE I T2 W .
1.3 Stk

KRG 50F SPSS 22.0 AR , 15070k
P n(90) Fid , TR POR o+ ) T 5 12 WA (5K
ZAXHE TAEME(ROC) ik , HL AUC, BRA T 5
Jiti Logistic —JoIHILA, 2R M TiliE=E logit(p) 4L
VR i &, L P<0.05 HE A G X,

2 FR

2.1 KRG AL
150 151 5E DL &5 R ] 3 2 R i BRAG A, T
100 A 5 66.67%. W1,

x1 RUZEHEEEAEFRERESER
Table 1 Postoperative pathological examination results of

patients with suspected colon cancer

) N +:

b . ’ﬁm—ﬁm) AL (%)
ARG 53 19 34 64.15
K2t 38 14 24 63.16
K45 23 9 14 60.87
TH25 1 25 5 20 80.00
[HH 11 3 8 72.73
&1t 150 50 100 66.67

2.2 WEEnEE TR A4S R L% CEA \ TuM2-PK
K-

o5 I 68 AL 55 W B T R A K SR LY CEAL
TuM2-PK /K- V- Y8 TARS e 4, 2 R A geit 2
B (P<0.05), WFE2,

®2 RALKBHETHRELR.MIF CEA.TuM2-PK K F
b [n(%), (x£s) ]

Table 2 Comparison of the results of colonoscopy, serum

CEA and TuM2-PK levels between 2 groups [1n(%), (x+s) ]

TR CEA TuM2-PK

151 n B M (ng/mL) (U/mL)

e 7] 100 71(71.00) 65.47+12.41  21.92+5.83
g5 50 27(54.00) 5.69+1.28 11.76+3.25
iy 1l 4.253 33.915 11.453
P 0.039 <0.001 <0.001

2.3 AFRFRAIE B LS TR A LS R T
CEA . TuM2-PK /K

ASTE) G B AL AR B Rk L 2 5 R 5 5
B LSBT TR R L CEA  TuM2-PK /K-
H, ZF A G E X (P<0.05), W33,
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x3 AEFREFHEEEEMIETRELE R MIF CEA,
TuM2-PK KE [n(%), (x+s) ]
Table 3 Colonoscopy results, serum CEA and TuM2-PK
levels in patients with different pathological characteristics
[n(%),(x+5) ]

, "y s F CEA  TuM2-PK
IAFIE n o g% (agmL) (UmL)

Jpg HL) 1 # 57 30(52.63) 59.83+9.84 18.85+4.02
1B 33 31(93.94) 70.12£11.25 24.69+4.58
IV 14 10 10(100.00) 82.27+15.87 30.28+6.03
P! 26.807 22.100 37.048
PAH <0.001 <0.001 <0.001

SRR @AMk 35 9(25.71)  57.49+7.28 18.69+3.98
e 320 29(90.63) 65.24+10.31 22.1424.14
434k 33 33(100.00) 74.16£12.96 25.13+5.28

2l 54.325 21.872 17.470

P <0.001 <0.001 <0.001
R T 75 47(62.67) 59.27+9.82 19.82+4.96
H 25 24(96.00) 84.07£11.25 28.22+5.82

VAR 14.147 10.540 7.017

PAH <0.001 <0.001 <0.001

2.4 45l FAA 4S5 17 CEA \ TuM2-PK 7K
RAPSER

i T ke 45 I A IS CEA . TuM2-PK
KOVH S FARGE Wt 6 , 2 RAT G658 L (P<
0.05), WK 4.,

F4 AR TRELR. ME CEATuM2-PKKEITEE (vis)
Table 4 Comparison of examination results under

colonoscopy , serum CEA and TuM2-PK levels (x +s)

St FRAESE  n CEA(ng/mL)  TuM2-PK(U/mL)

L] 71 69.52+14.27 22.69+6.01
45 27 5.41%1.19 10.52+3.17
A 23.240 9.985
P1E <0.001 <0.001
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SN 23 g s (A2 W A1
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Figure 1 ROC curve
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Table 5 The value of colonoscopy examination results, serum CEA and TuM2-PK levels in the diagnosis of colon cancer

EE2 AUC 95%CI 718 R U (%) FEFE (%) P{H

ZE A T KA 0.585 0.502~0.665 2.011 [{ERS 71.00 46.00 <0.001
CEA 0.883 0.821~0.930 13.759 >32.75 ng/mL 82.00 92.00 <0.001
TuM2-PK 0.834 0.765~0.890 10.171 >19.74 U/mL 68.00 90.00 <0.001
KA 0.961 0.917~0.986 32.011 86.00 96.00 <0.001
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The relationship between ChE, hs-CRP, PCT and the IPS score of elderly maintenance
dialysis and the value of combined diagnosis of catheter-related infections

ZHANG Shitong*, SHU Yongbing, FANG Meishuang, XUAN Wen

(Blood Purification Center, Lu’an Hospital of Traditional Chinese Medicine , Lu’an, Anhui, China, 237000)

[ABSTRACT] Objective To explore the relationship and joint diagnosis of cholinesterase (ChE) ,
high-sensitivity C-reactive protein (hs-CRP), procalcitonin (PCT) and the infection probability score (IPS)
of elderly maintenance dialysis patients and the value of catheter-related infections. Methods A total of 102
elderly maintenance dialysis patients in Blood Purification Center, Lu” an Hospital of Traditional Chinese Med-
icine were selected and divided into an infected group (28 cases) and an uninfected group (74 cases) accord-
ing to whether they had catheter-related infections. The clinical data, IPS scores, and serum levels of ChE, hs-
CRP, and CRP were compared between the two groups. The relationship between the serum indicators and IPS
score, catheter-related infection was analyzed, and the diagnostic value of serum ChE, hs CRP and PCT was
evaluated. Results In the infection group, the proportion of patients with dialysis time =1 year was 71.43%
(20/28) , the proportion of anemia patients was 42.86% (12/28) , the proportion of hypoproteinemia patients
was 50.00% (14/28) , and the proportion of diabetic patients was 35.71% (10/28). The IPS score (14.02+
2.79) was higher than that of the uninfected group, and the difference was statistically significant (P<0.05).
The serum ChE of the infected group was lower than that of the uninfected group, and the serum hs-CRP and
PCT levels were higher than those of the uninfected group. In the infection group, the difference was statistical-

ly significant (P<0.05). Serum ChE was negatively correlated with the IPS scores of elderly maintenance dialy-

A2R A . BAEARARAFEELE R A (1508085MH198)
M A5 B X % TP B R AR L P S S, 55 % 237000
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sis patients, and hs-CRP, PCT and IPS scores were positively correlated, and they were all affected by the oc-

currence of catheter-related infections factors (P<0.05). The area under the curve (AUC) for the combined di-

agnosis of serum ChE, hs-CRP, and PCT for catheter-related infections was 0.923. Conclusion Serum ChE,

hs-CRP, PCT are closely related to the IPS score of elderly maintenance dialysis patients, and the combination

of these indicators has a high diagnostic efficiency in the diagnosis of catheter-related infections.

[KEY WORDS] Maintenance dialysis ; Catheter-related infection ; Cholinesterase ; High-sensitivity

C-reactive protein; Procalcitonin, Infection probability score
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Table 1 Comparison of clinical data between 2 groups
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Table 3 The relationship between serum ChE, hs-CRP,

PCT and catheter-related infections
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Figure 1 The diagnostic value of serum ChE, hs-CRP and

PCT in catheter-related infections
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Expression of GOLPH3 in lung cancer and its effect on the invasion and metastasis of
lung cancer cells

WANG Zhiyuan', YANG Man®, LIU Shiyue', SU Guomiao', LEI Zi'*

(1. Department of Pathology, The First Affiliated Hospital of Kunming Medical University, Kunming, Yunnan,
China, 650032; 2. Department of Pathology, Fuyuan people’s Hospital, Fuyuan, Qujin, Yunnan, China, 655500)

[ABSTRACT] Objective To study the expression of GOLPH3 in lung cancer and its effect on the in-
vasion and migration of lung cancer cells. Methods The expression of GOLPH3 was detected by immunohis-
tochemistry in 72 NSCLC and 61 paracancerous tissue samples collected from the First Affiliated Hospital of
Kunming Medical University. A549 cells were routinely cultured in vitro and transfected with GOLPH3 shR-
NA plasmid and empty plasmid to establish GOLPH3 gene silencing A549 cell lines and control cell lines.
Scratch test and Transwell invasion test were used to detect cell migration and invasion ability. Results The
positive expression rate of GOLPH3 in NSCLC tissues (58.33% ) was significantly higher than that in paracan-
cerous tissues (37.70% ). Meanwhile, the positive expression rate of GOLPH3 in the TMN Il + IV group
(74.19%) and the lymph node metastasis group (84.21% ) was significantly higher than that in the TMN I +1I
group (46.34% ) and the lymph node non-metastasis group (49.06% ) (P<0.05). Scratch test results showed
that the migration ability of A549 cells was weakened after GOLPH3 silencing, and the number of transmem-

brane cells in the GOLPH3 silenced group was decreased than that in the control group, the difference was sta-
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tistically significant (P<0.05). Conclusion The positive expression rate of GOLPH3 protein is high in lung

cancer tissues. GOLPHS3 silencing can inhibit the invasion and migration of lung cancer cells.
[KEY WORDS] GOLPHS3; Lung cancer; Invasion; Migration
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Figure 1 Immunohistochemical results of GOLPH3 in lung cancer tissue (HE,x100)
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IL-6. . PCT 7K PXH 5% 19 ELHA v I ey e 0T il
Ewok Az akM WEHE KR Kk

[ ZE] B HERANMA E-6(IL-6) 7 K45 JR (PCT) A 7K F % 8 56 1 B iR 5
KRR B AN AE . iR M 2014 4F 1 H E 2019 4F 1 H T LR EE B 845 fil#E2 AT
85T B AR (I PR BT, & AR B Y 15 91 £ 3 R B A, R ICIR) L A8 42 22 B R Jm o ke AR B 14 30
191] £ 25 Sy A R 2, T30 455 ] F i) JB 1 A A4 35 30 19 S X BRZHL, 4347 3 2H FR 35 1 F B A -6 (TL-6)
FEAEZ I (PCT) K 225 . SR IL-6 KF LAY ELE S5 0L SR > R IR YL > KT IR AL, 2 R A 50
TR L (P<0.05) , A 22 5394 Gt 2 L (P<0.05) ; PCT /KF- L B i s - JR g 21 > A Jek
Y >XF R, 25 5 A Gt 22 8 L (P<0.05) , HLH W L5525 53 38 BA Ge it 2% 3 L (P<0.05) . ROC 4347
IR IL-6 Fl PCT ZE12 W1 A\ T8 5C 1 B4 AR 5 B R4 AUC 43 51100 0.815.0.772, SR {35 [
B30 7.0 pg/mL, 1.25 pe/L, 1L-6 5 PCT B4 A8 (19 RS 4 5 J5 34 1 1 B — A (P 349<0.05) 6
gt AT ERARBE RIS I LY, REH T IL-6 \PCT X A T4 575 8 4 R J5 710 Ik
P BA — 2 Wi A .

[X$8iF] M E#e; IL-6; PCT

The level of IL-6 and PCT in the early prediction of infection after hip replacement
WANG Libing, ZUO Lixin*, LIU Yonggang, XING Jingwei, CHEN Chao, ZHANG Sen
(Department of Orthopedics, Anyang People’s Hospital, Anyang, Henan, China, 455000 )

[ABSTRACT] Objective To explore the value of IL-6 and PCT levels in the early prediction of infec-
tion after hip replacement. Method The clinical data of 845 patients undergoing artificial hip replacement in
Anyang People’s Hospital from January 2014 to January 2019 were analyzed. 15 patients with infection were
the infection group, and 30 patients who had no infection after the operation were selected as the non-infection
group. 30 healthy physical examination subjects at the same time period were selected as the control group. The
levels of interleukin-6 (IL-6) , and procalcitonin (PCT) in the three groups were analyzed. Results The re-
sults of the comparison of IL-6 levels: The infected group > the uninfected group > the control group, the dif-
ference was statistically significant (P<0.05). The comparison of the PCT level showed that: the infected
group > the uninfected group > the control group, the difference was statistically significant (P<0.05). ROC
analysis showed that the AUC of IL-6 and PCT were 0.815 and 0.772, respectively. The optimal theoretical
thresholds were 7.0 pg/mL and 1.25 g/L, respectively. The sensitivity and specificity of the combined detection
of IL-6 and PCT were higher than that of the single detection (P<0.05). Conclusion Patients after artificial
hip replacement are prone to complicated infections at an early stage. The inflammatory factors IL-6 and PCT
have certain diagnostic value for early infections after artificial hip replacement.

[KEY WORDS] Hip replacement; IL-6; PCT
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R1 BAEKFMLE [n(%), (x£s)]
Tab.1 Comparison of three groups of baseline data [n(% ), (x+s) ]

B TR} J&GL2H (n=15) KA (n=30) XJ HRZH (n=30) IF A P
5 B 9/6 17/13 19/11® 0.278 0.870
(%) 57.11+6.85 57.06+7.05" 57.15+7.12" (0.035) 0.966
SRR R 3k i B 6(40.00) 13(43.33) 0.046 0.831
BT R 2(13.33) 3(10.00) 0.028 0.867
T8 Sk e it SR AE 2(13.33) 6(20.00) 0.019 0.890
MAXTEAAR 4(26.67) 8(26.67) 0.128 0.721
T E R FRA 7(46.67) 17(56.67) 0.402 0.526
A 8(53.33) 13(43.33) 0.178 0.673
FERE e L7 e 6(40.00) 13(43.33) 0.046 0.831
EN7E 5(33.33) 11(36.67) 0.048 0.826
B 2 4(26.67) 6(20.00) 0.016 0.899
T SRR AT LA P H1>0.05; S ARG AL, P H1>0.05,
=2 3LHIL-6FPCTKELLE (x+s)
3 iTig

Table 2 The compare of IL-6 and PCT levels in 3 groups

(x%s)
n IL-6(pg/mL) PCT (ng/mL)
JERYL 15 0.85+3.23 2.10+0.63
ERET 30 4.1720.96" 0.54+0.24°
X REZH 30 2.45+0.11" 0.48+0.11°
F1{H 115.944 143.679
P 0.000 0.000

T UL IR, P (9 <0.05, 5 REGAL, P (19 <0.05,

2.3 IL-6 Fll PCT /K- % 0G4 45 A S 7 107k
G A T A fE
IL-6 J PCT 1 e A3 8 W {H 23 0 82 0 7.0 pg/

mL , 1.25 ng/mL , 9 IUbR 35 M1 45 DA 0 5 19 2 4k
AR R SRR A SRR R S R A e T SR AR
(P<0.05). W3 &1,

3 IL-6.PCT RIL-6 B PCT R BEX T EHRASS

BTN E
Table 3 The predictive value of IL-6, PCT and IL-6
combined with PCT in early infection after hip replacement

AUC IRfEbTE BURE R 28R

IL-6 0815 7.0pg/mL 0781 0810  0.591
PCT 0.772 1.25ng/mL  0.804  0.720  0.524
IL-6 45 PCT 0.867  0.833 0.700
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Figure 1 The predictive value of IL-6, PCT and IL-6

combined with PCT in early infection after hip replacement
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(# ZE] B SOTBORE DTS 0 B8 (PGRN/ATD ) | AT i P A 40 At fil & 32 14 -1
(STREM-1) SR ZHE45 A 8 A (LBP) 45 bri2 Wi -1 Ak 40 B8 M 1 1B 2% (SBP) M B X AT R0% M, ik ik
B 2018 4F 1 7 2 2019 4% 1 7 AT 0 B BEWCf 9 142 6 T 68 10 i 2 AR 02 75 9 & SBP 434 SBP 41
(n=46) . JC SBP 41 (n=96) , If-BE B[] 11 46 5] filt 5 {4 kor A B X HRAH o L% 3 A FEZe %8 kL . PGRN/AID
STREM-1.LBP 7KF, 3R F £ [ & Logistic [71J3 5 # 52 ik #& T/EHRAE i £k (ROC) \ROC F I fL(AUC) |
Spearman 73 BT AL PRI . 53R R MUAE & 2 R LL#R . JC SBP AI>XT IR >SBP 41, 25 5+ A 4 it L (P<
0.05) ; 4l JR A5 % 4E % . PGRN/AIb ,sTREM-1,LBP [t # : SBP £>JC SBP 41>xt M4 , 22 A 7% L (P<
0.05) , ¥ 5 M5 MAE B8 w45 )5, PGRN/AIb .sTREM-1 . LBP 15 5 SBP % 4 #H ¢ (P<0.05) . ROC [tk
7% PGRN/Alb+sTREM-1+LBP 412 W SBP B AUC 4 0.928 , 1 T2 —i2 Wi (P<0.05) . AIRJ7rak s
PGRN/Alb ,sTREM-1 ,LBP /K- b4 : TR > R4 > WA 4, 25 578 Geit 2 & X (P<0.05) . Spearman
SEAT A VLSBT, 45 5 1 7% , PGRN/AID (r=—0.807 , P<0.001) . sSTREM-1 (r=—0.726, P<0.001) .LBP (r=—
0.706, P<0.001) 5973 2 i AHE . 4518  PGRN/AIb,sTREM-1.LBP A{LRENE A2 Bt SBP 1 4 Wir &
Yy, HRE VAL B R YURITGYT B9 RN, A IR 2R SBP R IIL i SRS
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The value of PGRN/Alb, sSTREM-1 and LBP in the diagnosis of spontaneous bacterial
peritonitis in liver cirrhosis and their influence on the therapeutic effect

GONG Jianzhuang', DU Chenxu®, WU Huili'*

(1. Department of Gastroenterology , Zhengzhou Central Hospital , Zhengzhou, Henan, China, 450006 ;

2. Department of Clinical Laboratory , Zhengzhou Central Hospital, Zhengzhou, Henan, China, 450006 )

[ABSTRACT] Objective To investigate the value of the ratio of progranulin to serum albumin
(PGRN/AIb) , soluble myeloid cell trigger receptor-1 (sSTREM-1), lipopolysaccharide binding protein (LBP)
in the diagnose of cirrhotic bacterial peritonitis (SBP) value and impact on efficacy. Methods A total of 142
patients with liver cirrhosis admitted to Zhengzhou Central Hospital from January 2018 to January 2019 were
divided into the SBP group (n=46) and the non-SBP group (n=96) according to whether they were complicat-
ed by SBP, and 46 healthy people during the same period were selected as the control group. The baseline da-
ta, PGRN/Alb, sTREM-1, and LBP levels among the three groups were compared, and the data were ana-
lyzed and processed by multivariate Logistic regression equation, receiver operating characteristic curve
(ROC), area under ROC (AUC), and Spearman. Results Comparison of the incidence of hyperlipidemia :
the non-SBP group > the control group > the SBP group, the difference was statistically significant (P<0.05).
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Comparison of diabetes incidence, PGRN/Alb, sTREM-1, LBP: the SBP group >the non-SBP group >the
control group, the difference was statistically significant (P<0.05). After controlling hyperlipidemia and diabe-
tes, PGRN/AIb, sSTREM-1, and LBP were still related to the occurrence of SBP (P<0.05). The ROC curve
showed that the AUC of PGRN/Alb+sTREM-1+LBP combined diagnosis of SBP was 0.928, which was better
than single diagnosis (P<0.05). Comparison of the levels of PGRN/Alb, sTREM-1, and LBP in patients with

different curative effects: the ineffective group >the effective group >the significantly effective group, the dif-

ference was statistically significant (P<0.05). Spearman analysis showed that PGRN/AIb (r=-0.807, P<
0.001), STREM-1 (r=-0.726, P<0.001), LBP (r=—0.706, P<0.001) were negatively corrected with the ef-
ficacy. Conclusion PGRN/Alb, sTREM-1, and LBP can be used as biomarkers for the diagnosis of SBP,

and evaluate the patient’s response to antibacterial therapy, providing a reliable reference for the clinical diag-

nosis and treatment of SBP.

[KEY WORDS] PGRN/Alb; sTREM-1; LBP; Liver cirrhosis; Spontaneous bacterial peritonitis
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5 19 B A S HE IR T R, X IR AL T A B s R B
Ji 5 & bk it 5 mL, SR A K A 9% W BRIk A
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P> 7], sSTREM-1 5 &0 T L — i A= Y B
AR AL LBP A & T S B AE Y R A
FRA T
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®1 3AELER PGRN/AIb STREM-1,LBP EbEE [n(%), (x£s) ]
Table 1 Comparison of baseline data, PGRN/AIb, sSTREM-1, and LBP of 3 groups [n(%), (x£s) ]

R SBP 4 (n=46) J& SBP 41 (n=96) X A (n=46) YFIE P
AR () 58.62+8.72 56.92+9.34 55.79+10.25 1.058 0.349
5 % 26(56.52) 50(52.08) 21(45.65) L107 0575
g'q 20(43.48) 46(47.92) 25(54.35)
T 5 A (kg/m?) 23.97+1.68 24.08+1.85 24.28+2.01 0.336 0.715
[velild 42(91.30) 91(94.79) 39(84.78) 4.004 0.135
W SR o2 23(50.00) 45(46.88) 20(43.48) 0.393 0.822
JFREAL AR () 56.89+11.47 54.91+12.26 0.919 0.360
JRE Ak g A I BRI 2 30(65.22) 58(60.42) 0.355 0.837
RS 1 S 2% 10(21.74) 25(26.04)
1 B G 6(13.04) 13(13.54)
Child-Pugh 3% A 15(32.61) 36(37.50) 1.723 0.423
B % 22(47.83) 49(51.04)
C% 9(19.57) 11(11.46)
G I 1= g I A 3(6.52) 26(27.08) 12(26.09) 8.364 0.015
R 9(19.57) 5(5.21) 2(4.35) 9.588 0.008
Wi 1(2.17) 4(4.17) 0(0) 2.141 0.343
o 1ML 2(4.35) 6(6.25) 1(2.17) 1.159 0.560
PGRN/Alb 1.62+0.45 0.94+0.25 0.76+0.20 109.501 <0.001
STREM-1 (pg/mL) 170.59+32.27 130.16+29.64 42.64+9.87 276.447 <0.001
LBP(pg/L) 02.46+15.16 78.68+12.52 8.642.31 721.767 <0.001

&2 SBPEMERMNEEZE Logistic BEIYFH RS
Table 2 Multi-factor Logistic regression equation analysis
of the influencing factors of SBP
WU E P SEMH Wald ¥ OR{H  95%CI P1H
PGRN/AIb 0.289 0.096 9.091 1.336 1.078~1.655 <0.001

sSTREM-1 0923 0.239 14910 2.516 1.625~3.897 <0.001
LBP 1.033 0.279 13.721 2811 2.164~3.651 <0.001

W BT 14k 5 % PGRN/AIb . sSTREM -1, LBP ¥ {f & ¥k 4 1.16.
143.26 pg/mL .83.14 pg/L,

2.3 PGRN/AIb.sTREM-1.LBP £ SBP 1) ROC
PL SBP 4k BHM:AEAS , LLJG SBP 41k B 4
FEAS , 22101 % 45 512 W SBP ) ROC [l £k , 45 3L i
7% PGRN/Alb+sTREM-1+LBP Hft 4 12 B SBP (1)
AUC H0.928, fI T B—i2 Wi (P<0.05) , logit (p)=—
0.649+0.289X,+0.923X,+1.033X;, W3 . E 1.
2.4 KEYTRUEE PGRN/AIb sTREM-1 . LBP 1#%
ANEIYF R PGRN/AID . sTREM-1 . LBP /K-
U TR >H A4 > WA, 2 A Gt
(P<0.05), W4,

&3 ROCHMER
Table 3 ROC analysis results

HURE 55

e -
TBhr AUC  95%CI cut-off {H %) (%) P1E

PGRN/AIb 0.827 0.755~0.886 >1.28 71.74  85.42 <0.001
STREM-1 0.800 0.725~0.863 >142.31 pg/mL 80.43 68.75 <0.001
LBP 0.7580.679~0.826 >91.73 pg/L 63.04 84.37 <0.001
BA 0.9280.872~0.964 78.26  90.62 <0.001
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Figure 1 ROC of PGRN/Alb, sTREM-1, LBP in the
diagnosis of SBP
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#®4 F[EEFE PGRN/AlbsTREM-1.LBP tb % (v +s)
Table 4 Comparison of PGRN/Alb, sSTREM-1, LBP in

patients with different curative effects (x+s)

21 5] n  PGRN/AIb  sTREM-1(pg/mL) LBP(wg/L)

BAZH 15 0.91+0.28 118.26+24.49 70.15+15.49

FHRH 16 1.26+0.33 163.55+32.07 91.57+18.63

R 15 2.71+0.54 230.43+37.28 115.72+24.16
FiA 86.639 47.481 20.032
P1H <0.001 <0.001 <0.001

0.807, P<0.001) . sSTREM -1 (r=—0.726, P<0.001) .
LBP(r=—0.706,P<0.001) 5J7a¢ 2 A0, WA 2,
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Figure 2 Correlation between PGRN/Alb .sTREM-1 ,LBP

and efficacy
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Effects of ETUS combined with trimetazidine on blood flow velocity and Toll-like receptor
4 in angina pectoris

CUI Yaogang*, LV Xiaoning, PANG Ran

(Department of Cardiovascular Medicine, General Hospital of Yima Coal Industry Group Co., Ltd., Yima,
Henan, China, 472300)

[ABSTRACT] Objective To explore the effect of therapeutic ultrasound (ETUS) combined with
trimetazidine on blood flow velocity and Toll-like receptor (TLR4) in angina pectoris (AP). Methods A to-
tal of 132 patients with AP in our hospital from January 2018 to September 2019 were selected and randomly
divided into groups with 66 cases in each group. The control group was given trimetazidine and the observation
group was given trimetazidine + ETUS. The clinical efficacy, adverse reactions, number of episodes of AP,
nitroglycerin dosage, cardiac function: left ventricular ejection fraction (LVEF), maximum early mitral flow
diastolic flow rate/maximum atrial systolic flow rate (E/A ), left ventricular end systolic diameter (LVESD) ],
circumflex, right coronary arteries, anterior descending blood flow velocity , serum starvation hormone (Chre-
lin) , endothelin-1 (ET-1), TLR4 levels before and after treatment were compared between the two groups.
Results The total effective rate of treatment in the observation group was 92.42% (61/66) higher than that in
the control group 75.76% (50/66) (P<0.05). After treatment, the number of angina pectoris and the amount
of nitroglycerin in the observation group were less than those in the control group, and the time of angina pec-

toris was shorter than that in the control group (P<0.05). After treatment, the levels of E/A and LVEF in the
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observation group were higher than those in the control group, and LVESD was lower than that in the control

group (P<0.05). The blood velocity of the circumflex branch, right coronary artery, and anterior descending

branch in the observation group was lower than that in the control group after treatment (P<0.05). After treat-

ment, the serum Chrelin level in the observation group was higher than that in the control group, and the lev-

els of ET-1 and TLR4 were lower than those in the control group. There was no significant difference in the in-

cidence of adverse reactions between the two groups (P>0.05). Conclusion The combination of ETUS and

trimetazidine has a significant effect in the treatment of AP, which can effectively improve blood flow speed

and cardiac function, reduce serum Chrelin, ET-1, and TLR4 levels, without increasing the incidence of ad-

verse reactions.

[KEY WORDS] Therapeutic ultrasound ; trimetazidine; Angina pectoris ; Nitroglycerin
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Table 6 Comparison of serum indexes between the two groups before and after treatment (x +s)

a1l . Chrelin(pg/L) ET-1(ng/L) TLR4 (ng/mL)
TRYT AT WRITIE YRIT I BT A JRYT I WRITIE
MEH 66 13.25+3.47 23.61+3.24° 102.81+11.03 85.75+7.12" 19.84+5.33 8.87+3.22
SR 66 12.78+4.29 17.80%2.86* 103.22+10.61 94.74+6.89" 20.05+4.68 12.1522.67
1l 0.692 10.922 7.371 0.241 6.370
PiE 0.490 <0.001 <0.001 0.810 <0.001

T SRR T HEEL, *P<0.05.

3 it

AP = ZLIARL R AN [ BE 1) etk B0 ke A
fifk , D HOE PR AR E B 5t | L o]
i B L PR SRR /N SR S Bt . H TR
WIAFE , et O LM AU HE LS I IRTRTT AP I CEE

il S fth i 2 3 - A P AT T A AR T 2% R ) 2K 2Y
Wy, BA PO USRI AE A, B8 i BT etk sl bk i
i, GO LA RS S ECRAS . AR s, 38
g P SE AT R AT Ca™ B 2 i o L |, 5 Ak O I
UGG . E AL R, ETUS il #5
VSRR S T, (R AT AR AR A AR AR S I G
F ETUS 5 il & i3855 AP, WAL AT BA %
92.42%1 X A4, HLZHA KON & A SR 351K
43HT ETUS VE ML 5 22  MUBIR ShVE T, B8 7 0%
PUBRIIR 3 BE i A8 M 1 S 38 2 4 2 1A 45 K A B £
YR IG5 M , 000 B R 4T YR B L i Ve F A S
T U TE = B A R AR 5 | S A 7R B, Ak TR
BT B 2L /N ™ B AFSE B , BT
LR AR SE ETUS R JG BR B RS TR 2 B
I TR a4 8 A B (e e S 1 1 1
—EJu B N ETUS Sl /e Tk E A i, (HEE
PRI 2 WAk IIe B it S g B A A 394 5% 1 A%
VAR AE T 5 it S AR I & BETE SR T H O LR A g
(A T3 R I LRSS I B KAV ER B

e IR Bl DK L3 SRR AP R B LR AF 2
— o A B AE e AR A A e AR B Bk i O F 5

KB oI35 AR £ A S A SR s ik i 3 e e
PR Sl ot 3 R T R . AR A R EOR
AP B35 00 AT 8] 5E S A AR Bl K L AR S i
TR YA =R VE SN (ERTE PN =D U 2345 W4 N R O 2
43 M7 AT fiE 2 PR O UL B 4R B i 2 ) 3 AL AR B2 15 A
7 5 R Bl Jik S 6 i 9 8 3G, ETUS 5 i 28 fth %
156 FH i o0 LTS 2 58 i g6Je 4 8 3 T &0 ) B A 34
it mL A O LA 5 R, RO AL T e R 2 ik
Il 7 32 3 o

AN A 5T K BLIRIT 5 WA 4L 17 Chrelin
I XL ET-1 TLRA K AL T IE4H, ET-1
JE LA DA R 20 A 1 T2 A o, HLAE Il 3 R e kK
VR85 W Jsz bl S bR B0 o A8 1 OO, AH DG s 2R
AP I ET-1 7K -5 56 AR 20 Jikos 22 ™ A% B2 52 1EAH
KM TLRA J2 A T 56 K ARAE 5 G SO, 14 5
ZAR, AR S Kok FERE AL BEHOE B 2 B G
HEVEHT, ZFp A0 R BC R 5 TLR4 454 7] 06
W3 s PR AR 3E ARAE A BT 2638, sk 50y Jhik ok A+ il
b % A= 1 & 5 Chrelin b A= K 302 B8 IR A Py T 14
Bifk . A BFFEIESE, Chrelin 7] 2 5 AS0 ILAE &
Rt A, EIRBFITIESE, ETUS 55 il S&fth W Ik
FREIE— 2575 AP B HLIAK Chrelin , TLR4 .ET-1
IR AR AR5 18 A B LA 8 5 AL, 75 )5 B
— R

25 I ,ETUS 5 &g HGIT APRCR 2
e A A5 1 3 3 SO DB, B AN 7 Chrelin |
ET-1.TLR4 /K, AHEIAS B &R



- 1418 - SFWiSIRIT A 20214E9H % 13% 459 T Mol Diagn Ther, September 2021, Vol. 13 No. 9
%%Ifﬁk Functional Classification[J]. Am J Cardiol, 2016, 118(8) :
[1] Su Q, Li L1, Zhao J, et al. Effects of trimetazidine on peri- 1225-1232.
procedural microRNA-21 expression by CD4+ T lymphocytes (8] i, TRk XI5, 4 BRLL DU K A BT IR BRSO
in patients with unstable angina pectoris [J]. Oncotarget, 2017, L5 B R 25 A ML 9 9 2 2 B L35 & PR 1 9 52 g
8(62) :104992-104999. (0], m v it PR 225 7, 2019, 25(3) £ 340-343.

[2]  ZEAK. B4R R I 22 MRV T7 5 O O T S5 MR 7 A4 [0]  WanP, SuW, Zhang Y, et al. Trimetazidine protects retinal
B ] i E BN, 2019,13(24) : 122-124. ganglion cells from acute glaucoma via the Nrf2/Ho-1 pathway

[3]  Martyn M, O’Shea TP, Harris E, et al. A Monte Carlo study [J]. Clin Sci (Lond), 2017,131(18) : 2363-2375.
of the effect of an ultrasound transducer on surface dose dur- [10]  Strakowski JA, Chiou-Tan FY, Forrest EG, et al. Ultra-
ing intrafraction motion imaging for external beam radiation sound Visualization of Torsional Anatomic Changes From Ex-
therapy[J]. Med Phys, 2017,44.(10) : 5020-5033. ternal Rotation of the Anterior Shoulder[J]. J Comput Assist

[4]  Astrom P, Juurikka K, Hadler-Olsen ES, et al. The interplay Tomogr, 2019,43(3):519-523.
of matrix metalloproteinase-8, transforming growth factor-B1 [11] WuP, Jia Y, QuF, et al. Ultrasound-Responsive Polymeric
and vascular endothelial growth factor-C cooperatively con- Micelles for Sonoporation- Assisted Site-Specific Therapeutic
tributes to the aggressiveness of oral tongue squamous cell car- Action[J]. ACS Appl Mater Interfaces, 2017, 9(31) : 25706-
cinoma[J]. Br J Cancer, 2017,117(7)1007-1016. 25716.

[5]  #0RF0, RHF 20,4 2 e AR L S A [12]  EHE,BAT, PR, 55 Ko B85 5 S~ A 0GR
T BRI 2 B TR B KA A G S O IR G % T ST TR Bl ok o A A E ) SIS SR AIF ST [T ] o [ 7 R 2
LRI, R EEEZS, 2016,11(12) :1753-1756. i, 2017,33(12) : 1127-1130.

(6]  JUYEBE, oo HarE . B0 LAY & O O 20 T E (13] HxE, B3 . AT RBE SRR YT e 3.0
LRIGAT], hEPPEELS S44E, 2018,38(2):145-153. LR MIT RO [T). TH . T HERIR S 54, 2019, 41

[7]  Rui Providéncia, Serge Boveda, Pascal Defaye, et al. Out- (04):404-407.
come of Primary Prevention Implantable Cardioverter Defibril- [14] %8, Chrelin X SAECWUBEFE R BLG DI RERIEE Wi X HLAL ]
lator Therapy According to New York Heart Association WFFE[D]. FK: KRR, 2013.

(3% 1413 70)

(2] &Wrdg. fe et i i 2 s JLASURE 28 1 i R 7K1 S g SCLT . [9] LiuC, LiJ, Shi W, et al. Progranulin Regulates Inflamma-
rpE B W R 4R, 2021,44(1) : 80-83. tion and Tumor [J]. Antiinflamm Antiallergy Agents Med

(3] AR ik 2 1 A A (PGRIND) 78 20 B i 48 v i 4R 90 7 Chem, 2020,19(2) :88-102.

RSy A ALHIBEE (D). =K KRR R, 2018:1-60. [10]  SZEYE, AT, Wil , 4 . BHRE AL TR A B eV 200 T 1 R

[4]  Paine CH, Biggins SW, Pichler RH. Albumin in Cirrhosis: SR8 I HOBURL AR AR S R B LT ). e
More Than a Colloid [J]. Curr Treat Options Gastroenterol , Btk 2019,29(23) : 3558-3562.
2019,17(2):231-243. (1] HEEE, ek, 5005, % . WURLUR L e 28 11 A (A 7 e 2 1 hE

(5] #vk, JAMIF, 384, % | 7 SAA sSTREM-1.PCT Bt 4 A AL N SR T R R O R [T). )R BE
K I E 7 A LT PR M 48 R (L0 ). 43 T 5 2019,40(20) : 2890-2893.

F A L 2021.13(3) 1 441-444. [12] Wright SW, Lovelace-Macon L, Hantrakun V, et al. STREM-1

[6] Agiasotelli D, Alexopoulou A, Vasilieva L, et al. High se- predicts mortality in hospitalized patients with infection in a
rum lipopolysaccharide binding protein is associated with in- tropical , middle-income country[J]. BMC Med, 2020,18(1):
creased mortality in patients with decompensated cirrhosis 159.

[J]. Liver Int, 2017,37(4) :576-582. [13] RS ST . STREM-1 3% Bk L f ¥ 9% 5% J5URI C- S ML 2k 1

(7] BB P2 . (IR A B ) 11 95 (1) TR AL IR AR 220 B A1 B 1) 52 4 A0 R 5 0
(37, W IR 24 7L 2014.,30(3) : 197-209. W LT E g R4S G i k445, 2019,27(6) :

[8]  European Association for the Study of the Liver. EASL clini- 456-460.

(14] ZREKIF, Itk , £, 5. PCT .CRP K FLER & 1 M

cal practice guidelines on the management of ascites, sponta-
neous bacterial peritonitis, and hepatorenal syndrome in cir-

rhosis[J]. J Hepatol,, 2010,53(3) :397-417.

LBP BA K 78 1 M 40 T8 1 15 2 A8 35 12 I 1 I R
WA LT ] BRIt AT 56K, 2019,26(3) :477-480.



NTEWi SR T 2021459 4 45134 4591 J Mol Diagn Ther, September 2021, Vol. 13 No. 9 - 1419 -

PRSI ARG s A T B At 5 pr
FEpg kL RIS SRR AR FeRs AR4E R xKREY EZamsk”

[ ZE] BB RS (CDS ) 5 il 574G I S (BSS ) 76 25 A 4 i 22 AH 4 g J 44 A6 1)
2R TR T . FiE RHRIIZES M2 2016 4F 2 H & 2017 4F 7 5 $3t 7 981 i 241 ffn fit 2
) I 2 A A SR A7 AR RS T, 5 D AR IS B G 456 2 BT 49 7 (HBV ) (T BT 2955 2 (HCV ) A A iz ik
K e (HIV1/2) S5 M a2 IR HE (R (TP) DU2KE, SC56 R CDS F1 BSS 1 R Rz 36 0 64T o 40 B WA 25 7 975 TR
A ARG T 25 SR S % RIS 000 45 SR 1) — I, b T RS T G i 1 2 St o TRIEE A3 AT BSS I v 2
ELISA 5#ZER K0 (NAT) J5 35 % HBV (HCV (HIV A 25 i) — 80k, bW E 25, &% BSS
L5 CDS P A ) 5 s 1) — B — i (K=0.563) , 22 A Ge it 24 X (P<0.05) . PIFRKCIN SR g, HBV 11
—F i — % (K=0.528) , HCV i —HHEAR 2% (K=0.105) , HIV1/2 1 — AR 22 (K=0) ; [b L BSS L i
GO T 3 5 A T ARG I 3, T RS DN 3 1) — BOME A (K=0.651) , {H G A vk 225 5 5 G it 24 3 L (P<
0.05) , H:r HBV [ I8 27 K -5 A% i A I 79 oy 2 1) — B0 AR 5 4 (K=0.833) , 1 HCV 5 HIV I i 2%
R 5 4% B AG I PR R 7 1k B — BOME 0 22 (K<0.4) . 4518 BSS 7R AL & s I ARG R 1 0 41, K6
) 2R A0 T A T O 0 A T e XU [ 4 v 0 [ s S A0 VO A 0 7 3 7 g 28, T R L A ARRAT AT
BRI Ty AN T 5 5 SR TR R IR 3l s AR S8 S5 %, BRI AT R AR A 2 4

(IR ] MGRREINSREME 5 I A SR M 5 17 =4I ; NAT; ELISA

Analysis of two detection strategies in the detection of pathogen contamination in cell bank
ZENG lJinfeng', MEI Qiuhong®, ZHANG Geng', WU Linfeng', LI Ran', XU Xiaoxuan', ZHAO Yu',
XIONG Wen', LIU Mu Yun®*, WANG Lilin'*

(1. Shenzhen Blood Center, Shenzhen, Guangdong, China, 518035; 2. Shenzhen Kono Medical Laboratory,
Shenzhen, Guangdong, China, 518057)

[ABSTRACT] Objective To compare the difference between the clinical detection strategy (CDS)
and the blood screening strategy (BSS) in the comprehensive cell bank pathogen detection. Methods A total
of 7 981 plasma samples from cell donors in Shenzhen Comprehensive Cell Bank were tested for pathogens
from February 2016 to July 2017. The types of pathogens include hepatitis B virus (HBV ) , hepatitis C virus
(HCV), and human immunodeficiency virus (HIV1/2) and Treponema pallidum (TP). Two detection strate-
gies, CDS and BSS, were used in the experiment. The consistency of the overall detection results and individu-
al detection results of the two methods were analyzed, and the differences of the two detection strategies were
compared. At the same time, the consistency of BSS serological ELISA and nucleic acid Testing (NAT) meth-
ods in BSS for HBV, HCV and HIV detection results were analyzed, and the differences between the two
were compared. Results The consistency between BSS and CDS detection strategies was general (K=0.563) ,
and the difference was statistically significant (P<0.05). In the two detection strategies, the consistency of
HBV was general (K=0.528) , the consistency of HCV and HIV1/2 was very poor (K=0.105 and 0). Compar-

ing the serological detection method and nucleic acid detection method in BSS, the consistency of the two detec-

KRB ) RAEEFEAELTA (A2020259) ;i8I 7 B F & 5 FAHE X2 (SZXKOT0) ;iKY T EF A= 4 T4
R B (SZSM201811092)
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tion methods is good (K=0.651), the difference between the two methods is statistically significant (P<0.05),

among which the serological detection of HBV is the same as the nucleic acid detection method. The consisten-

cy of the two detection methods is very good (K=0.833), while the consistency of the two methods of HCV

and HIV serological detection and nucleic acid detection is poor (K<0.4). Conclusion BSS is more compre-

hensive in the detection of cell donor pathogens, and the detection sensitivity is higher. In the prevention and

control of cell bank pathogen contamination risk, attention should be paid to the choice of two detection meth-

ods and reagents, so as to reduce the missed detection of pathogens caused by inaccuracy of any single detection

method, avoid pathogen cross-contamination, and ensure the safety of samples stored in the cell bank.
[KEY WORDS] Clinical detection strategy ; Blood screening strategy ; Serological test; NAT; ELISA
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e BORINEE A AU 2016 4F 2 H %2 2017 47 7

J1 7981 i 4 H AR 5 S0 R bR A, Herh ok YT 22
FAARIBRAS 7 5714, 3 0 2 7 A A 7 i A 7 S

T RN IEATRAE K VEFAEZE 7= H 1 AR AR 410
B, Ry 20 B A AR AL BT S A AR AR SRR SR 7 R R
SEHPEF S A MARAS
1.2 K e Mo

W 7% : FAME24/30 fiff 0 % A5 I A 2% (3 +
HAMILTON ) , TECAN RSP/200 [iff 1 28 il KE £ (Hi
-+ TECAN) , 3 [# Grifols 2 & 4= H 3l % FR 46 Il °F-
£ Procleix Tigris &R R G5 ;5 i « 2 F A
4 2 KA Diasorin HBsAg ELISA 5 il i 7] . 3¢
[¥ 3% 4= ORTHO #i-HCV ELISA & I3 71 . 35 FEA1
K Genscreen ULTRA $7-HIV/Ag ELISA #5iM5] |
7 KA Diasorin A 2 B2 E (A4 S P A w5
& [# Grifols Procleix Ultrio Assay i&i, [E r=if 7|46
1t 50 J7 7% HBsAg ELISA #6257 . B 15 15 Bk 1
-HCV ELISA il i35 b5t 77 Z84¢-HIV ELISA i
DU 70) | B TAF TN A A 2 050 A R S5 P B AR ARG T 3
# b 5T 7% HTLV ELISA #I7]
1.3l PRAG I S s

FH 240 A A SR 4 1 B 4% RO 115 5™ 1 4% e
AR I B SRR A o X Ak 2 7 240 >R A i i i 2 AT
HBV .HCV .HIV1/2 & TP {3 B4 A, TR
ZEA U A Y A T R A R
1.4 7RG DU 54 ek

P R YN T 000 98 o0 2 R i O A 0 A, R
AR T R 3R R I T 25 AR A 20 A
A PUBE IR ARSETT HBsAg BT HCV  HT HIV A #
WAL & HBV/HCV/HIV 95 B A% 1R & MRS,
JIT A A0 25 5 24 Sy A g P D 4 o Al R M 2
T TN A s v PR
1.5 iz

PU-HIV FHPEREAS 26 BRI v 95 9 70 B 4 il v
5 ATV 25 A B 58 3 A I X 00 A5 0, A 45 02 A 4
ST AR BH P AR A 26 TR T 18 9 B 9 0 R
H A& -+ (FUJIREBIO ) TPPA ¥ EA 746 .
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1.6 St hik

% H IBM SPSS Statistics 21.0 #4758 1%
43 M1 5 2R Kappa K6 56 1 34 5 Fl kG 00 566 6 K2 5 7%
B4 — S5OV 5 9 e 00 SR S A Ty ik B AR BT
TR P<0.05 RS A ST E L.
2 R
2.1 CDS 5 BSS ¥l 45 5% L

PR 25 R A, 2R A G R L (P<
0.05), WK1,

£1 CDS5BSSHMLE R

Table 1 Comparison of detection results between CDS and

BSS
BSS n " S —
+ 129 51 78
- 7852 0 7852
&t 7981 51 7930
K1H 0.563
P! 3124
P1a <0.001

2.2 AT ] P A SR s 2 SR X

W3 b G ) 56 % AE HBV . TP HCV A6 i 25 5 1
B EFASIFE X (P<0.005) . W2,
2.3 IfiL O S W I 3 2 ELISA il 5 NAT 461l
SEER T LR

L5746 I 55 W o HBV \HCV \HIV [l 7 °% ELI-
SA 65 55 955 JF A4 4% 198 46 I (nucleic acid detection,
NAT) P Fh 7 A6 I 25 S — B — % (K=0.651) 5
PRSI 7 VAR 25 5 e A, 2 R A ST F R L (P<
0.001), VL3 3. PRI J5 7% HBV £ il 45
— SRR H U (K=0.833) 5 R RS I D5 o A6 1 4%

FO#R , 22 5 A GE 27 38 SC(P<0.001) 5 Y Fh 5 ¥ X
HCV 5 HIV #2554 22 (k=0) . WLk 4.
33 BSS HELISA #&ill 5 NAT #& U £5 R 2K 547
Table 3 Overall analysis of ELISA and NAT detection
results in DSS

/A V)
ELISA il " - NAT #; -
+ 102 53 19
- 7879 7 7872
At 7981 60 7921
K1 0.651
2 3622
P fit <0.001

4 BSS B ELISA #ill 5 NAT #& X HBV .HCV . HIV
ERS
Table 4 ANALYSIS of HBV, HCV and HIV results by
ELISA and NAT in BSS

HBV-DNA HCV-RNA HIV-RNA
HBSAg +7_ HCVAb +7_HIVAb1/2 7_
+ 53 14 + 0 23 + 0 12
- 7 7907 - 0 7958 - 0 7969
K14 0.833 0 0
AL 5559

N =R = S A e s L
Pl <0.001 NAT 452 H i, Bkt A g

2.4 ISR PH A REAS AT H Y E s

35 H FHPERS % 5 4 LR - HBsAg 5 HBV-
DNA & 5§ b e m B i B, 43 5% o 3045% 5
27.27%. W35,
2.5 ik

XF 23 B-HCV BHPEFEAS A T RIBA BiE S5 &
IUREA Y R PRI 22, JC— B BHYE ; % 51 4] SYP
FEPEREAS ST TPPA RN, 25 SR /R 20 4 FHE, 31 4]
FPE , ECBHTE R 39.22% ;5% 12 il HIV FEPEREAE
AT AR AR S TE S AT R

F2 BN E R R RS 45 R XL

Table 2 Comparison of results of two test strategies for each test item

BSS CDS BSS CDS
! TR A RRTE ! TR AR
HBV Te Iz g 1 7 920 7920 0 HIV1/2 Te Sz g 7971 7971 0
A7 N T 61 39 22 B 10 10 0
&1t 7981 7959 22 A1t 7981 7981 0
K18 0.528 K14 0
‘ g on 4 {{; CDS W% it otk G
HCV eI N 7963 7963 0 TP TGP 7947 7947 0
A RN 18 17 1 EEpranA s 34 5 29
A1t 7 981 7 980 1 it 7 981 7952 29
K& 0.105 K& 0.920
AL 442 PALE] 6 803
P{H 0.002 P1E <0.001




- 1422 - NTeW SR E 202149 5134

%5944 J Mol Diagn Ther, September 2021, Vol. 13 No. 9

&5 MiFERNETERMES SRS
Table 5 Analysis and statistics of the positive proportion of

each item in BSS

Rt (- FHPEREA R FHPEAEA & L (%) FHPEAR R (%)

HBsAg 67 30.45 0.84
HCVAb 23 10.45 0.29
HIV1/2Ab 12 5.45 0.15
SYP 51 23.18 0.64
HTLV 7 3.18 0.09
NAT 60(HBV-DNA) 27.27 0.75

3 itig

CDS 5 BSS 19 Ffi A% 0] 55 W 7 44 i J22 A A A {4
MR FR AR 25 S A7 22 5%, Fo™ A i i 5 A g
JEHJ BSS % ELISA I NAT iy i: , Hfml sk
SELEH TS5 CDS 45 5 i 224 % R
BSS XF 20 A3t R4 0 AL K 50, ELISA XU 4 5
TR AG I EL AT B A R R AR | [R] B R FH NAT
J7 % HBV \HCV HHIV #E1 717 4, fE4 i i 54
YL RS 23, GO AE HBV J7 1 B/
AP RCR (B R HBV 5 SRS 04GR 11.67% )
R 1) B Y DS A A TR LE O AL

NI 535 2 A6 0 ) B I 45 SR (HBV BR A1) 1l L %
B, ARG R AR A A1 4 23R g T 3 ek i A
A3 M7 SRR AT BE R A T A AR 22 3k YR S 2 4 L i R
A HZp 7 ) 32 R M2 R R e — e AT
Sy e A AR R SRR, By e A B R A R . AR
Wesolowski 55 [ AfF 5% % 18 22 41477 i 18 56 18 1 BH
RN 0.14% " . ENFRHE WP T2 E01E
YL K 3 5 B BEPERS B, 5 = SR E T 7
%] ELISA HIV S 14 28 U538 B 50 R I v 2% 31
A 364 078 B U RS i Ay 4 44210
HIV Fi A FAZ B A 0 SR 22 B ME ™ H Al ifiL 5 HIV
I = R A DO AR AG I k50 T 5 AR A
BF T 200 HIV H A R 6 B R 1% B, 16 1
A S W PEREA H HIV B ARSI 1 BE A HA 15
BB, X A2 1 4 Mg B ELISA W5t & 3,
ELISA Faill (% I BH 432 5 , 7T 3k 8.49% ™,

P AT I, 2R FH DSS i 4 A 22 A6 44 1 v 4z )
R, AT LU BB Lk 2 M Y R AR TS
oo AREXT A —RRIRBEAR , FERI T Z 40, N2
B A S IR B NAT 2558, nl Jgi AR FH %

AR BSS Rz FH A% R0 75 G 0 T R s A )
R, {0 ELISA £ “ g LAY 848 5 L s
TR A5 1 B s Kz, 76 B T8 A 19 ELISA K ik

FIH 20, HBsAg Ji-HCV K Hi-HIV (1515 “ 7
T 43 25 R 59 d 72 d B 22 d" . iR
NAT, 7 HBV \HCV J HIV {34 “ 4 11 47 43
MAEREZE 20d .10 d B 7d" e FH B HUA
LR v O 1 A2 R RS I B AR 1B AR i O
A AL UL NAT 7] 48 = 8 (AR 2 40 1 2
JE , ARG I 5 R 1 3 A KUK o

HY L AT UL, BSS K 28 088 B 6, 7 A0 I
Jer A5 Y RS 7 45 v 0 SR FH G SR e, A b BRI AT:
] B — G Ty AN R S 2 s S AR A JRUS: , b
oo JFARAE TG e (IR R AT AR AR e 4
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CGRP.IGF-1.Bcl-2 2 A2 PRI 5w 1 PE Al 5 i
Jei e A i

KRR RE WA

(5 E] BB EICSZ 5 H LK (CGRP) S Z A K B -1 (IGF-1) T A F
Bel-2 2 1A 2 ME G AE 28 (ACL) W TE AL 5 15 U R B . ik IR TS NI BE ACT
BE 7B, MR 90 d WS 43 A TR BAF4L (87 ) 5 UG A RAL(30 51)) , LA AL R R 15 R R i
1M CGRP . IGF-1.Bcl-2 2 /K-, 43 B 4 18 b 15 o 15 18 B B TS 1 56 &, IEVTAN 25 4 bmox TS i) i )
ME. &R WEARAME CGRPIGF-1 (L FHl/F RIF4, Bel-2 AR THUG RIFrd, 27 G512
B L(P<0.05) ; 1L 7E CGRP IGF-1 5 1% F2 2 7R 5¢ , Bel-2 4 11 5015 12 B 2 1EAH G (P<0.05) 5 276
LA 58T K NTHSS 1743 AT E 1 AR A5 At PR 4% 4615, L7 CGRP \IGF-1 ., Bcl-2 2 (55 T m 3%
HH & (P<0.05) ; ROC |l £k 0 #r , IfiL 7% CGRP . IGF-1 ., Bel-2 £ 1 1 i J5 19 AUC 43 %) M 0.763 ., 0.623
0.792, = F I 4 FM /5 19 AUC Hy 0.871, 95%CI H 0.797~0.926, 12 Wi U E 2l 90.00% , ¥ 5 55 Ny
70.11% , W S A T 45 F8 AR BA A T (P<0.05) . 518 CGRP.IGF-1.Bcl-2 & 15 ACT R 1% . Fl5 & 2 A
O BEA KA RE DAL o 5 R B, 248 T R AR I R S0 1905 11 TR 23 44

(i) 2MEmmE; FEes R LA RS ERARKEF-1; AT HXEEF Bel-2 M

The value of CGRP, IGF-1 and Bcl-2 proteins in the evaluation of acute cerebral infarc-
tion and the prediction of prognosis

ZHANG Jiasen*, ZHAO Yu, LI Pengtao

(Department of Emergency, Fuyang Second People’s Hospital , Fuyang, Anhui, China, 236000 )

[ABSTRACT] Objective To explore the value of calcitonin gene-related peptide (CGRP) , insulin-
like growth factor-1 (IGF-1) and apoptosis-related factor Bcl-2 protein in the evaluation and prognosis of acute
cerebral infarction (ACI). Methods A total of 117 ACI patients in Fuyang Second People’s Hospital were se-
lected and divided into a good prognosis group (87 cases) and a poor prognosis group (30 cases) according to
the 90-day prognosis. The two groups were compared with the protein levels of CGRP, IGF-1, and Bcl-2 in
patients with different disease levels. The relationship between various indicators and the severity of the disease
and prognosis was analyzed. The predictive value of each indicator on the prognosis was evaluated. Results
The serum CGRP and IGF-1 levels in the poor prognosis group were lower than those in the good prognosis
group, and Bcl-2 was higher than that in the good prognosis group (P<0.05). The serum levels of CGRP and
IGF-1 were negatively correlated with the severity of the disease, and Bcl-2 was posotovely corrected withthe
degree of illness (P<0.05). Multiple linear regression analysis, after controlling for other factors such as NI-
HSS score, infarct size, serum CGRP, IGF-1, and Bcl-2 were still significantly correlated with thr prognosis
(P<0.05). ROC curve analysis showed that the prognostic AUC of serum CGRP, IGF-1, and Bcl-2 were
0.763, 0.623, 0.792, respectively. The combination of the three predicted the prognosis AUC was 0.871, the
95%CI was 0.797~0.926, and the diagnostic sensitivity was 90.00%. The specificity was 70.11% , which is sig-
nificantly better than the individual prediction of each indicator. Conclusion CGRP, IGF-1, and Bcl-2 are

AR B AN ZWA RIS R B (15011d04060)
EE s MR H ARERSS A, 24, £ 1 236000
*BAFHEH SR F AR, E-mail : 2jiasen20210622@163.com



- 1424 - NTEW SR T 2021459 4 45134 4591 J Mol Diagn Ther, September 2021, Vol. 13 No. 9

significantly related to the condition and prognosis of ACI. The combined detection can assess the severity of

the condition and is an important way to predict prognosis in clinical practice.

[KEY WORDS] Acute cerebral infarction; Calcitonin gene-related peptide; Insulin-like growth factor-1;

Apoptosis-related factor Bcl-2 protein

Z M i #E BE ( Acute cerebral infarction , ACT) &
Il R 22 B2 &P, B A 3 Bk
15 0 B 6 1R AR A SR AT R it R I
Jei BB SRR A X 7 v %o B AR B 5k | st P S st E
GG AN RS 2 OCE T, RS ER AR A DGR
(Calcitonin gene related peptide , CGRP ) j&— 4= 4]
R 2 A N = S el R (B2 N e U = W A Y
N AR R B AR T
(Insulin like growth factor-1, IGF-1) B 4t 3l ik ok
FEREACAE T, AT 38 Ok 2 5 0048 1A S0 RO
T8 WL B AT A% A5 33 458 52 il 50 ok ok A A Bk B A o
P, 528G AR A YR . Bel-2 4R
F & T 08 T A DGR -, 78 22 it R i 380k 43 5 2ok
B EAEZEMY, BET, T LR E A k4
B FH T 1000 ACT 8 55 U OB 5E 4570, ke = FI IR
Wt o i, AR5 24K 5¢ CGRP IGF-1 ,Bcl-2
B HTE ACUYK 16 PEAL 5 #J5 00 v i (8L, B 7E
Sl R LR SR, AR

1 BEREFHE

1.1 —fBgek

PEHCE PHTH S — N R BEBE 2018 4F 5 H & 2020
12 H ACI &4 117 i), R4 90 d Tl J5 ot B
Rankin £ % (Modified Rankin scale , mRS ) 3#E43 43
MG BLAT-4H (87 ], mRS PE43<3 43 ) S5 1A A R
20 (30§l ,mRS PE4r=3 43) . H)E RAF4L 5 55 ],
1 3245, - AR (58.2146.38) %, KL TS A7 « HL S
5K 48 ], /N 20 5], Bk T 19 1] e S AR L AR
38 ], v BE 44 5], FEBE 5 ), B AR T A . /N1 AR 32
), A AR 38 ), KA 17 4], BiUE A R4S 20
B, 2 10 ], SF- 4R (60.17+5.91) % AL R »
FLIRAT X8 B, /NG 8 ), B+ 4491, o 1 F2 B < %
JE 7, EE 14 ], B RE O i, AR AE TR - /N 4
B, PR 10 ), KA 16 B, AL AR M
FEFEERAOL L4 25 57 TG T4 L (P>0.05) o At
FARBEACHIZ B S HHEE A

AR - DI 2SI CT A% 1 IR UE SN
ACL; Q¥ 754 otk B afn v I 2 v 2012 & kb [

52 (2018 ) YACI M G2 Wibr e @ 3
FRIBBIFE AT & o HEBRARifE : OBE
FEAAAE MR AN 5 TR s 2 QFEAT R R G
a5 QA I AR BRI 800 Bk 405 s FFAE L
JF A A T B 2R T E U RE R R E s O AE
FEEE S R AR BB e
H ©WlEALT & .
12 ik

OIRITIIE A BE A B G 245 7 Bl B
i 7R I6 9T, 4 25 MR R ¢ 0.9 me/kg, B Tk HE A
10% 2 it (1 min) , >R FH % 1 20 # Kk 8 E FL A% 90%
2yt (1 h) . QKM Ik T A B3 ARGl
25 WG ER DK I 3 mL, B0 AL BE B W R AT T -
80T A F T o R FH Mg 5K e 928 WL B 325 A6 )t v
CGRP IGF-1,Bcl-2 & 1K, a0 & 3 [ 3
R&B /A A, JIr A $ VR 7™ A% 28 0 3 7] & ud B
QMTE AL 77 LASE E B S DAEMRBEA %
(National Institutes of Health Stroke Scale, NIHSS)
PO R ARIEVEAG R T RLE , <4 70 NI, 5~20 4
AR >20 43 o0 E R FEBE TR - <1.5 cm /N
L, 1.5~5.0 em g EIAR, >5.0 em S R T
1.3 Giilsorik

% Ge 22 5 SPSS 22.0 40 BB | 11 %
BEL (e 5) $5 348, 22 41 18] E 3R FH B IR Ry 2547
By, it — 20 PRI PR 2L (8] LA R FH LSD-1 #5679 44 (1]
R A ST REAS ¢ K 50 5 TH AT R n (%) R
2 R 5 5 R R FH 22 TR 2R A 1] A 43 BT 5 #H DG
K H Pearson AH ¢ 2R KA R 437 5 T 4 (B R H 22
R TAERRE (ROC) M ZR 2 #r , FRBUI 26 F i FY
1512 W7 S Logistic — 7T [ IH 4804, 3% 1] 7530 4%
K logit(p) , K HAE MM KA /. DL P<0.05 %
i R AR 3=
2 #R
2.1 W4 CGRP IGF-1 ,Bcl-2 £ /K

5 A B 4 17 CGRPIGF-1 1% T #il)5 B 4f

4 ,Bel-2 M E TR RIFd , ZR A5 E X
(P<0.05), WF1,
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%1 WAME CGRP.IGF-1.Bcl-2 EAKFLLE (x£s)
Table 1 Comparison of serum CGRP, IGF-1 and bcl-2

protein levels between the two groups (x +s)

CGRP IGF-1 Bel-2 % 1
(ng/L) (ng/mL) (ng/mL)
WEARL. 30  44.72+6.68 02.77+36.49  12.85%+3.04
Wi BiF4 87 51.28+5.03 141.14+48.05  10.32+2.26
t{H 5.641 5.031 4.818
P <0.001 <0.001 <0.001

215 n

2.2 N[RVRIE TR EE B A I CGRP L IGF-1 . Bel-2
FE K

BRI ZR O 22 40 B, S TR I R B AR IS
CGRP.IGF-1.Bcl-2 FE /K FERB G IT¥E X
(P<0.05) ; Ifil i CGRP . IGF-1 /K-8 & i F < i iR
H<RE B Bel-2 8 UK H B> R B>
RERE  ZRAGIFE L (P<0.05), W2,

*®2 A RFIEEESZEME CGRP.IGF-1,Bcl-2 EHK
FEEE (v £5)
Table 2 Comparison of serum CGRP, IGF-1 and bcl-2

protein levels in patients with different disease degrees (x +s)

% n CGRP(ng/L) IGF-1(ng/mL) Bcl-2 & 1 (ng/mL)

BREBEY 31 55.43+6.35° 170.33+54.19° 9.41+1.50°

RS 60 49.6125.17°  125.46+46.31° 10.87+1.73°

HEHEF 26 42.63+4.88° 87.51+39.08° 13.06+2.29%
FAH 39.046 22.200 28.807
P{H <0.001 <0.001 <0.001

5B R A, P<0.05; 5P R HLER, 'P<0.05,

2.3 [l CGRP IGF-1.Bcl-2 & H 5% E 1Y
Pearson AH ¢ P4 43 #7 , Ifil 7% CGRP | IGF-1 5
e 1 RE R UM 8, Bel-2 A 5 %1 R E
(NIHSS ¥ 43 ) £ 1E #H & (r==0.657. = 0.703 .
0.736, P 3J<0.05) .
2.4 [fiL% CGRP . IGF-1.Bcl-2 F 1 5 HF LR
Z I ME E 20, 85 NTHSS 343 4 5L 1 X
5 HoAt R R #2461 )5, 1ML%% CGRP IGF-1,Bcl-2 M
5T & & (P<0.05) . WLEE 3,

%3 IMi& CGRP.IGF-1.Bcl2 EASHEMX R
Table 3 Relationship between serum CGRP, IGF-1, bcl-2

protein and prognosis

P Wl bRiE i R A

AZER o me Gy PR
W 4.712

CGRP -0.711 0.048 -0.720 -14.813 <0.001
IGF-1 —-0.659 0.053 -0.673 -12.434 <0.001

Bel-2 & H 0.736 0..061 0.740 12.066  <0.001

2.5 [filif CGRP IGF-1Bcl-2 £ [ % i J T 4 (8

DL AN RAE N BHEREAS , 5 B 1E A B
PEREAR , 220 ROC [ 28 , 25 5 WK, I3 CGRP,
IGF-1,Bcl-2 & [ # I FlJ5 () AUC 43514 0.763
0.623.0.792, = & B4 T i 5 /9 AUC 4 0.871,
95%CI 24 0.797~0.926, Z 5t 11=10.342, P<0.001, i&
Wi f5JE% % S 90.00% , R 55 58 70.11% , B B fE T
BAGAR ST UL 1,

100 |

80 |

60

U (%)

— Bel-2 &[]
- CGRP

IGF-1
e

0 20 40 60 80 100
RS (%)

E1 % CGRP.IGF-1.Bcl-2 E AMFUEHMMNE
Figure 1 prognostic value of serum CGRP, IGF-1 and
Bcl-2 proteins

3 itig

AR, BEE N H Z AR, ACT & 9k 2 52
BAETHE A, B8k SO TR Rz —, B
8 RS R v, e R S 0 M OB s S
TR, ACT kA 3 4 A G WA AN B &4 R AT ik
1 42.70% , PRI TE AN IR R, T3
T ACT B 5 19 A= Ak F8 b5 % il 2 TR 383897 45
MO R HA L S

CGRP J& — i 37 & SRR 41 5 1 AE W i vk
2K, EEA RS R ILH R, T2 T M
Sz 290, A SR ATk e A2 S 95 2T
BRAVEH , i REFE P A IR 28 4w . 854 v SCIL
SHGE RN AE ACT KA K B #EH , CGRP 1]
W FE PR Y (NPY) P 2 E-1(ET-1) A9 45 1L
A5 I 4 T T A i L A A B R Bl i 5 O
TS 35 1M1 9 CGRP 3 BE IS8 , S BUL KM
R [ S2 45 0 25 20 B 2 A W7 HL 3 0 0k
R MW R, F3 CGRP 43I REAI XSS , S8
TR /L, AR (o LA 0 3 ) 5 it — 2 R R,
HAROP AR, # TC 1k A R LR 2 1 354 o 5 6 1 45
Yy I )RR X S, DT B0 ACT 1% AL , 5% 1 T3
S PRI PRI CGRP VE R IPAf o515 . T i
Je BB

IGF-1 J& TS R E LY, BE) 2
YA IR R RO, B AP 2k AT
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A LA B I A T LG R, T2 40 i
A e R R RERS TR AT LA B ) &5k R I
B MR PSS R S
FEABEA L, IML7% IGF-1 /KSF-AE ACT R h it B 3
TR FESLEERE - AR Z B, T IGF-1 5
ACL T B HA A OGO R & Tl 1 25 M)
W2, R BFE R, IGF-1 BATHRE A it 4%
P AT SN AR B Ik ok AR 5 1 1 45 P Bz D e A
AT 2, U I PR AT 3 Ao A D0 1 v
IGF-1 7K R P4l ACLIpg I B (A 35 ikt , i PR
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Correlation of Lp(a), OPN, NLR and coronary heart disease patients with stenotic val-
vular disease

ZHANG Hang*, XU Huashan, LIU Chao

(Department of Cardiac Surgery, The First Affiliated Hospital of Zhengzhou University , Zhengzhou, Henan,
China, 450052)

[ABSTRACT] Objective To investigate the correlation between lipoprotein (a) [Lp(a) ], osteopon-
tin (OPN) , neutrophil to lymphocyte ratio (NLR) and coronary heart disease patients with stenotic valvular
disease. Methods A total of 300 patients with coronary heart disease admitted to our hospital from January
2018 to January 2021 were divided into stenosis group (n=72) and non-stenosis group (n=228) according to
whether they were complicated by stenotic valvular disease, and the two groups were compared. Baseline da-
ta, Lp(a) , OPN, NLR levels, and compare the Lp(a) , OPN, NLR levels of patients with different severity
in the stenosis group, and use the multivariate logistic regression equation to analyze the relevant influencing
factors of coronary heart disease patients with stenotic valvular disease , Using receiver operating characteristic
curve (ROC) and ROC area (AUC) to analyze the value of each index and jointly predict the value of coro-
nary heart disease patients with stenotic valvular disease. Results The history of myocardial infarction, num-
ber of coronary artery lesions, Gensini score, Lp(a), OPN, NLR in the stenosis group compared with the non
-stenosis group, the difference was statistically significant (P<0.05); Lp(a), OPN, NLR: severe >moderate>

mild, the difference between pairwise comparisons was statistically significant (P<0.05) ; after the history of
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myocardial infarction, the number of coronary artery lesions, and the Gensini score were controlled, Lp(a),

OPN, and NLR were still associated with concurrent stenosis Valvular disease related (P<0.05) ; Lp (a) ,

OPN, NLR predict the AUC of patients with coronary heart disease complicated by stenotic valvular disease as

0.861, 0.820, 0.707, and the combination of all indicators predicts the AUC of patients with coronary heart

disease complicated by stenotic valv Is 0.915. Conclusion The increase of Lp(a), OPN and NLR is related

to the increased risk of coronary heart disease complicated by stenotic valvular disease. The combined detection

of the three has a high predictive power for stenotic valvular disease, and can prevent the occurrence of ad-

verse cardiovascular events in the clinic. for reference.

[KEY WORDS] Lp(a); OPN; NLR; Coronary heart disease ; Stenotic valvular disease
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NLR  0.399 0.109 13413 1491 1.364~1.629 <0.001

2.4 Lp(a) OPN NLR FUl 5.0 H 35 O K e A8
PRI 1) 25 i
ROC [MEZRZEIR PR , A48 BRIk T e Lo £
HIEPAE MRS Y AUC ik, R4 E 1,
&4 ROCHIER
Table 4 ROC curve

BURE fe R
(%) (%)

Lp(a) 0.861 0.817~0.898 >49.85 mg/dL  76.39  81.14 <0.001

f8Fr AUC  95%CI cut-off {& P

OPN 0.820 0.771~0.862 >65.68 pg/LL  69.44  86.84 <0.001
NLR 0.707 0.652~0.758 >3.62 66.67  64.76 <0.001
A 0915 0.877~0.944 88.89  79.82 <0.001

100 F
s ¢

GO 7

HURIE (%)

40 H

20

020 40 60 80 100
TS (%)

E1 Lp(a) OPN.NLR FillE (M B & H A Bk E IR
R HI R BE
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NT-proBNP ,CRP/Alb /K¥-55 ASA 534 . APACHE I1 343 B AH D& K HG TS (5200, I+ 34/ NT-proBNP |
CRP/AIb X G B M M (. 258 SET 4L ABEHT | H Behf NT-proBNP ,CRP/AIb /K-8 FA R4, £
SR SR8 X (P<0.05) ; Fi & ASA 432 17 2 5 , NT-proBNP . CRP/AIb 7K F . APACHE II ¥ /5 &2 i% #i
ThE s, 2R AH 51 3 X (P<0.05) ; NT-proBNP . CRP/Alb 5 ASA 73 %% . APACHE I 343 £ 1F 1 56
(P<0.05) ; NT-proBNP . CRP/Alb & fiil 5 1) 8 ZL 5 M [ R (P<0.05) 5 P 5 B G 0000 A1 {8 W3 Sl 000 T 2t o
(P<0.05), Z5iE I 3T 3 NT-proBNP . CRP/AIb 7K 5 5 175 72 BE % VI A 56 , A B T 1AL AR Bl
DA TN T, 1 PR 7 S A0 3 A I PR 8 S A B A 1 T o
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The relationship between NT-proBNP, CRP/Alb and the severity of hip fracture in elder-
ly patients and their influence on prognosis

ZHANG Yuxiang * , CHENG Hanlin, WANG Qunli, FANG Bing, YU Honglin, HUANG Shunshui ,
YE Hongwei, WANG Rihai, REN Wei

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

[ABSTRACT] Objective To explore the relationship between N-terminal pro-brain natriuretic pep-
tide (NT-proBNP), C-reactive protein (CRP)/albumin (Alb) and the severity of hip fractures in the elderly
and their influence on the prognosis. Methods From January 2020 to December 2020, 106 elderly patients
with hip fractures in Huangshan Shoukang Hospital were retrospectively selected, and all of them underwent
surgical treatment. According to the survival status of 6 months after operation, they were divided into the sur-
vival group and the death group. The correlation of NT-proBNP and CRP/Alb levels with ASA classification,
APACHE Il score and their influence on prognosis were analyzed, and the predictive value of NT-proBNP and
CRP/AIb on prognosis was evaluated. Results The levels of NT-proBNP and CRP/Alb at admission and dis-
charge in the death group were higher than those in the survival group (P<0.05). With the improvement of
ASA classification, NT-proBNP, CRP/Alb levels, and APACHEII score showed a gradual increase trend (P<
0.05). NT-proBNP and CRP/Alb were positively correlated with ASA classification and APACHE Il score (P<
0.05). NT-proBNP and CRP/ALB were important prognostic factors (P<0.05). The combined prediction value
was significantly better than that of single prediction (P<0.05). Conclusion The levels of NT-proBNP and
CRP/AIb in elderly patients with hip fracture are closely related to the severity of the disease, which helps to

assess the preoperative risk and predict the prognosis. The clinic should pay attention to the clinical significance

A AR L F T AEG %R B (2018KN-13)
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of the two and make corresponding prevention.

[KEY WORDS] N-terminal pro-brain natriuretic peptide; C-reactive protein/albumin; Hip fracture in

the elderly; Severity of illness ; Prognosis
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I & [ (C-Reactive Protein, CRP) & LA I IR A5 i
Y, s e 5 E R R P s F R
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Chronic Health Evaluation, APACHE II #¥ 43 ) kb
B ERAGIFE L (P<0.05), R,

1 BMA—BEMEE [(v+s),n(%)]
Table 1 Comparison of general information of the two
groups [ (x+5),n(%) ]

A AR JETH

vORt (n=90) (n=16) iy P
(L) 75.98+4.28 83.54+5.14 6.312  <0.001
P51

5 44(48.89)  9(56.25)

& 46(51.11)  7(43.75) 0294 0.587
IR (kg/m®) 23574202 23.44%1.97
BIETFAREE(d)  3.5620.75  3.62+0.72
BT

Je B S 41(45.56)  6(37.50) .

i 49(54.44)  10(62.50) 0357 0:550
ASA /32

I % 15(16.67)  1(6.25)

%% 33(36.67) 3(18.75)

% 30(4333)  5(3125) 000 0003

V4 3(3.33) 7(43.75)

APACHE Il 743 (43)

A BT 15.79+2.15 23.48+256 12.803 <0.001

i BE s 7.59+1.12  19.52+1.57 36.784 <0.001
1.2 ik

(DNT-proBNP , CRP/Alb 7K - 5E , 34 F A B
BF | B e SR 4 23 I JRH R K I 5 mL, 30 min,
I 9% 5 15, SR FH e i 2O AL LA 3 500 r/min Y 3
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FEPERAS A T 9 5 R R0, R T I RE1C A
BB I 9 RS B3, JR T I ae R 24K
TR B R M 25 ™ R G B T O ae R AR
B IVY: ., @APACHE I W20 0FAG ™, 45 vk
Az BEZEVE Sy AR IE AT AS MR HRR BT T AN, B
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Table 2 Comparison of NT-proBNP and CRP/AIb levels

between 2 groups (x+s)

NT-proBNP (pg/mL) CRP/Alb

ZH 5
A3 N mEE AR B

FET-4H 16 928.45+354.16 392.20+128.44 3.26+0.73 1.72+0.46
A 90 461.37+181.79 235.28+78.35 2.18+0.55 1.04+0.28
tH 7.995 6.620 6.870 8.022
P{H <0.001 <0.001 <0.001  <0.001

%4 NT-proBNP.CRP/Alb 5 ASA 42k . APACHE Il i 4>
iEESL K
Table 4 Correlation between NT-proBNP, CRP/Alb and
ASA classification, APACHE Il score
ASA 714 APACHE Il P43
r PAi r i PAH
NT-proBNP  ABEH}  0.714 <0.001 0.742  <0.001
HEERT  0.689 <0.001 0.731  <0.001

CRP/Alb ABERT  0.736 <0.001 0.759  <0.001
HEBER  0.707 <0.001 0.740 <0.001

TUH

P A A R M R S, A BE I L B I
NT-proBNP . CRP/Alb 175 J2& Fiil J5 (1) 55 % 52 i) [
(P<0.05), WL#%E5,

£ 5 NT-proBNP,CRP/Alb X} 75 J5 B 8% il
Table 5 The influence of NT-proBNP and CRP/Alb on

prognosis

AR i B S.E.{H Wald » HR{H  95%CI P1H

N

NT-proBNP 1.564 0.503 9.668 4.778 2.781~8.209 <0.001
CRP/AIb  1.773  0.474 13.988 5.887 3.426~10.116 <0.001
Hh it

NT-proBNP 1.658 0.519 10.210 5.251 3.005~9.174 <0.001
CRP/Alb  1.977 0.602 10.785 7.221 4.261~12.238 <0.001

2.5 NT-proBNP . CRP/Alb i il 5 4 T i A (i

ROC [l £ 45 5 7R < W35 Bk 100 5 (e P
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£3 TFE ASA B HEFH NT-proBNP.CRP/Alb 7K F . APACHE [ #E4 LL 4] (=)
Table 3 Comparison of NT-proBNP, CRP/Alb levels and APACHE Il scores in patients with different ASA grades (x+s)

ASA MG Dl NT-proBNP (pg/mL ) CRP/Alb APACHE Il 1¥1:43 (43)

ABE} B ABEm} th e A Bt th e

I % 16 262.78+85.41" 202.31+25.16" 1.81x0.20" 0.83+0.12" 13.102.03" 7.42+1.02%

I 2% 36 438.97+105.09* 238.40+36.29* 2.09+0.24* 1.020.14* 15.86+2.17* 8.77+1.10*

|3 44 606.51+201.27" 272.51+40.08" 2.47+0.35" 1.21:£0.22" 18.14+2.49° 10.06+1.31°

V& 10 968.19+320.36™ 364.10+63.35™ 3.52+0.68" 1.76+0.34"™ 21.79+3.15" 11.80+1.46™

FiH 38.910 39.161 64.440 51.678 33.512 34.638

PIE <0.001 <0.001 <0.001 <0.001 <0.001 <0.001

5 T REE R, P<0.05; 5 T EH L, P<0.05; 5 4B 34 Heds, <P<0.05,
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£ 6 NT-proBNP.CRP/Alb X} J5 B 7 i 44 &
Table 6 The prognostic value of NT-proBNP and CRP/Alb

bR AUC 95%CI ZAd T WURIE (%) T (%) P{H
PNDS NT-proBNP 0.865 0.784~0.923 6.814 >717.84 pg/mL 75.00 85.56 <0.001
CRP/Alb 0.731 0.636~0.812 3.305 >2.86 62.50 75.56 0.001
A 0.945 0.883~0.980 17.943 87.50 90.00 <0.001

H BE Y NT-proBNP 0.883 0.806~0.937 9.814 >306.41 pg/mL 81.25 84.44 <0.001
CRP/Alb 0.811 0.723~0.880 4.723 >1.54 68.75 86.67 <0.001
A 0.975 0.924~0.996 34.016 93.75 95.56 <0.001

100 [

HURIE (%)
.
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Figure 1 The predictive value of NT-proBNP and CRP/Alb

on prognosis
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The value of AFP, CYFRA21-1, NSE and CT signs in distinguishing the nature of soli-
tary pulmonary nodules

HE Tao'*, LIU Ying’, SONG Qingquan’, FENG Wenhong', GUAN Ying’

(1. Department of Respiratory Medicine, Jiangyou People’s Hospital of Sichuan, Jiangyou, Sichuan, Chi-
na, 621700 ; 2. Health Management Center, Jiangyou People’s Hospital, Jiangyou, Sichuan, China, 621700;
3. Emergency Department, Jiangyou People’s Hospital of Sichuan, Jiangyou, China, 621700; 4. Department of
Thoracic and Cardiovascular Surgery, Jiangyou People’s Hospital of Sichuan, Jiangyou, China, 621700; 5. De-
partment of Medical Imaging, Jiangyou People’s Hospital, Jiangyou, Sichuan, China, 621700)

[ABSTRACT] Objective To explore the value of alpha-fetoprotein (AFP), cytokeratin 19 fragment
(CYFRA21-1), neuron-specific enolase (NSE) and CT signs in distinguishing the nature of solitary pulmo-
nary nodules. Methods A total of 206 patients with solitary pulmonary nodules in our hospital from January
2019 to January 2021 were selected and divided into malignant group (n=103) and benign group (n=103) ac-
cording to the nature of the nodule. Compare the levels of CT signs, AFP, CYFRA21-1, and NSE between
the two groups, analyze the correlation between CT signs and AFP, CYFRA21-1, and NSE levels, draw re-

KRB w)| Hinh A REARR B (GA[2020]24 5)
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ceiver operating (ROC) curves, and evaluate AFP, CYFRA21-1, NSE And the value of CT signs in distin-
guishing the nature of solitary pulmonary nodules, and the relationship between CT signs, AFP, CYFRA21-1,

NSE levels and the nature of solitary pulmonary nodules was analyzed. Results The ratio of burr sign, lobular

sign, pleural indenlation sign and serum AFP, CYFRA21-1, NSE levels in the malignant group were higher

than those in the benign group (P<0.05) ; correlation analysis showed that the CT signs and serum of patients
with solitary lung malignant nodules AFP, CYFRA21-1, and NSE levels are related (P<0.05) ; ROC curve was
drawn to evaluate the value of CT signs, serum AFP, CYFRA21-1, and NSE levels in the differential diagnosis

of solitary pulmonary nodules, The diagnostic AUC is the largest and has good diagnostic performance. In Logis-

tic regression analysis, it can be seen that the burr sign, lobular sign, pleural indentation sign, serum AFP, CY-

FRA21-1, and NSE levels are all influencing factors of the nature of solitary pulmonary nodules (P<0.05).

Conclusion The combination of CT signs with AFP, CYFRA21-1, and NSE in differential diagnosis of soli-

tary pulmonary nodules has high diagnostic efficiency and is worthy of clinical promotion and application.
[KEY WORDS] Solitary pulmonary nodule; AFP; CYFRA21-1; NSE; CT signs
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3% AFP .CYFRA21-1 NSE 7K X 9 57 4 fifi 45 75 114
YRS W E ; P<0.05 N2 R A G FE X,

2 SR

21 P4 CTAEZ (I3 AFP,CYFRA21-1 ,NSE
K- L3
AENEZH BR3P AE | T A B B3] R 1
% AFP .CYFRA21-1 NSE /K T R ¥4, 257
AEETERE X (P<0.05), WEL KL,
*®1 WHECTHESR.ME AFP.CYFRA21-1,NSE /K ¥
Ee# [n(%), (x£s) ]
Table 1 Comparison of CT signs, serum AFP, CYFRA21-1
and NSE levels between 2groups [1n(%), (x+s) ]

I SR SRt V) e
fibs (n=103)  (n=103) XMMH P
CTHE%
MG
T 22(21.36) 34(33.01) 3.531 0.060
i 81(78.64) 69(66.99)
EHIAE
g 25(24.27)  67(65.05) 34.648 <0.001
H 78(75.73)  36(34.95)
Sy HAE
Jo 24(23.30) 66(64.08) 34.807 <0.001
el 79(76.70)  37(35.92)
RFRAE

75(72.82) 86(83.50) 3.440 0.064
28(27.18) 17(16.50)

S
32!

B

81(78.64) 87(84.47) 1.162 0.281
22(21.36) 16(15.53)
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B
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56(54.37) 92(89.32) 31.102 <0.001
47(45.63) 11(10.68)

JIIREE LY
AFP(ng/mL) 2.24+0.71  1.75+x0.52  5.651 <0.001
CYFRA21-1(ng/mL) 4.53£1.25 2.51+0.79 14.024 <0.001
NSE (ng/mL) 17.25+5.21 12.10+£3.98 7.972 <0.001
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PSR i P 45719 (8 5 oA B IE o A
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1 GHREE (HE J(,x40)
Figure 1 Pathological diagram of nodules (HE % {7,, x40)
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Table 2 Correlation between CT signs and serum AFP,
CYFRA21-1 and NSE levels ( & +s)

AFP CYFRA21-1 NSE

CTES " (ngmL)  (ngmL)  (ng/mL)
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£ 78 2.37+0.62°  5.02+1.25° 18.2624.25"
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T 56 2052049  4.02+1.28  15.89+2.74

47 247x0.73°  5.14%1.54°  18.87x4.06°
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o
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&3 CTER.Mi& AFP.CYFRA21-1 NSE 7k F 34 537 M A 45 15 B & B2 Wi &
Table 3 The value of CT signs, serum AFP, CYFRA21-1 and NSE levels in differential diagnosis of solitary pulmonary nodules

A7 AUC 95%CI Z1H K R (%) B (%) PiH
EHIGE 0.553 0.491~0.616 1.682 H 75.73 34.95 <0.001
SR 0.563 0.501~0.625 1.993 £ 76.70 35.92 <0.001

e BT B il 0.718 0.662~0.775 7.529 H 54.37 89.32 <0.001
AFP 0.706 0.634~0.778 5.636 >2.27 ng/mL 56.31 83.50 <0.001
CYFRA21-1 0.915 0.876~0.953 21.180 >3.56 ng/mL 82.52 89.32 <0.001
NSE 0.797 0.738~0.857 9.808 >16.73 ng/mL 55.34 89.32 <0.001
AU HIZ W 0.950 0.923~0.976 33.346 93.20 83.50 <0.001

%4 CTHER. M AFP.CYFRA21-1.NSE 7k F 53z 1%
B 45 %5 % &Y Logistic B35 #7
Table 4 Logistic regression analysis of the relationship
between CT signs, serum AFP, CYFRA21-1 and NSE levels

and solitary pulmonary nodules

LSS B1E S.E A Waldy{8 OR{H 95%CI P14

FHGE 1643 0302  29.614  5.173 3.159~8471 <0.05
JYMHAE 1.635 0359 20.738  5.120 3.294~7.985 <0.05
M MBAAE 1.677 0312 28908  5.352 3.526~8.124 <0.05
AFP 1.446 0311 21.616 4.246 2.984~6.041 <0.05
CYFRA21-1 1.681 0.314 28.643 5.368 3.592~8.023 <0.05
NSE 1497 0318 22161 4.468 3.127~6.385 <0.05
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[X$IA]  FilE; PIBK; TCGA; kA%

Construction prognosis model for lung adenocarcinoma based on 5 PI3K pathway related

genes
YU Lihua, WANG Hong, QIN Li, WANG Weina, CUI Dongyan, ZHAO Shuping*

(1. Department of Central Laboratory, Qingdao Navy Special Service Sanatorium, Qingdao, Shandong,
China, 266071; 2. Department of Clinical Laboratory, Taian City Central Hospital, Taian, Shandong, China,
271000)

[ABSTRACT] Objective To establish a prognostic model based on phosphatidylinositol 3 - kinase
(PI3K) -related genes for lung adenocarcinoma (LUAD) patients. Methods The expression profiles of 497
LUAD cases and 54 normal controls were derived from The Cancer Genome Atlas (TCGA) database, as well
as the matched clinicopathological data. We performed a systematic retrieve to identify the PI3K-related genes.
Subsequently, the differentially expressed PI3K pathway - related genes were determined by comparing the
LUAD cases and normal controls. Based on these gene candidates, univariate and multivariate Cox regression
analyses were used to construct a prognostic prediction model. According to the median risk score, the patients
were assigned into the low - death -risk and high - death-risk subgroups. Kaplan-Meier (K-M) and Receiver
Operating Characteristic (ROC) curve analyses were used to determine the predicting performance. Results A
total of 34 differentially expressed PI3K pathway -related genes were identified for following univariate Cox
regression analysis. Subsequently, multivariate Cox regression analysis identified five overall survival-related
differentially expressed genes to establish the prognostic model (F2RLI, TWIST, FGR, KLF4, and CEP55). K-
M analysis showed that patients in the high-risk group had worse outcomes than those in the low-risk group (log-

rank P<0.05). The ROC curve results confirmed that the predictive value of the model, which was better than
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the existing clinicopathological indicators. Besides, multivariate Cox regression analysis proved that the model

was an independent risk factor for predicting the prognosis of patients with lung adenocarcinoma (P<0.05).

Conclusion The five PI3K pathway -related gene - based signature is able to predict the overall survival of

patients with lung adenocarcinoma.

[KEY WORDS] Lung adenocarcinoma; PI3K; TCGA; Overall survival
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®1 ERREPBKEREXER
Table 1 The differentially expressed PI3K pathway-related

genes

HE IR 44 Log, Rk ZE (AT HR ik PAH
LIMEI 1.51 0.005
CEACAM1I 2.13 <0.001
ERBB4 -1.35 <0.001
CAT -1.67 <0.001
NCF1 -1.05 0.018
SERPINE2 1.58 <0.001
F2RLI 1.483 0.012
GPERI —2.297 <0.001
NTRK2 -1.235 0.004
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expressed genes
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Figure 2 The results of univariate Cox regression analysis
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Table 2 The clinicopathological features of the enrolled 436

LUAD cases [n(%) ]

I AR i1 BLRRAE HEAE(n=286) FET-(n=150) »*{§ P1H
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51 5 126(44.1) 72(48.0)  0.617 0.432
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I PR 43 11 [~ 245(85.7) 08(65.3)  24.237 <0.001

m~v  41(14.3) 52(34.7)

T4 T1-2  259(90.6) 122(81.3)  7.598 0.006
T3-4 27(9.4) 28(18.7)
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NI-N3  67(23.4) 80(53.3)

450 (K 3A) , HAET- N B (1 3B) I 2 1 a3
’ 3C 0] WAL AY Hh KLF4 , CEP55  F2RL1 Fl TWIST
)R INTE R G B E I B3 5, FGR W3R IATE
s 2 2 b B 3 s K-M AR B 45 21 s, XURS:
o5 BE N R G 2 3 IE A (B 3D) ;ROC
4R 43 B 5 R T B U000 A5 T8 g 0 A4 {1 e v (A
3E,AUC=0.735) ., WK 3,
2.4 BOREVE N LUAD 82k 7 15 A1

LA Cox [ 43#r% W] LUAD S #H T 43
W1 ON AR I R 4 0 XURS: BF 4 5 OS A 56 (P<
0.05) ; Z K 2 Cox [01I9 5317 3% B FI A 54 ] £ Sy £
F OS P& A7 TN A F- (P<0.05) 5 T 4338 (N 433
X R T B RS R (P<0.05) . WLER 3. 3% 4.
2.5 TR 5l AR BRI 06 5

i FH R A 1) “beeswarm” 43 H1 5 5 450 5 44 7
) 3 DR 511 PR B AIE 2 TR B 6 2R, 45 SR B
CEP55 5 B # 4F % (P=0.006) | £ 17 IR & (P=
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Figure 3 Modeling gene distribution and evaluation of
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Figure 4 The correlation between modeling genes and clinicopathological factors
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The value of PA, Che and GGT in the diagnosis of drug-induced liver injury in patients
with tuberculosis and HBV infection

WU Qiuping, WU Haifeng, HUANG Yuanjiang, ZHOU Guizhong*

(Department of Tuberculosis, the Second Affiliated Hospital of Hainan Medical University , Haikou, Hainan,
China, 570311)

[ABSTRACT] Objective To explore the value of prealbumin (PA), cholinesterase (Che), and gam-
ma-glutamyltransferase (GGT) in the diagnosis of drug-induced liver injury (DILI) in patients with tuberculo-
sis and hepatitis B virus (HBV) infection. Methods 155 patients with pulmonary tuberculosis complicated
with HBV infection in the second Affiliated Hospital of Hainan Medical University from January 2016 to De-
cember 2019 were selected and divided into the observation group (n=109) and the control group (n=46) ac-
cording to whether DILI occurred after treatment. The levels of serum PA, Che, GGT, HBV-DNA load, ala-
nine aminotransferase (ALT) , aspartate aminotransferase (AST) were compared between the two groups,
and the levels of serum PA, Che, GGT and HBV-DNA load, ALT, AST were analyzed The value of PA,
Che and GGT in the diagnosis and differential diagnosis of DILI was evaluated. Results There were signifi-
cant differences in serum PA, Che and GGT levels between the two groups and different DILI degrees (P<
0.05). Serum PA, Che and GGT levels were correlated with ALT, AST, HBV-DNA load and DILI (P<
0.05). The value of combined detection of PA, Che and GGT in the diagnosis and differentiation of DILI was
higher than that of single detection (P<0.05). Conclusion The levels of PA, Che and GGT in patients with
DILI are significantly abnormal, which are closely related to the disease condition. Combined detection has

high value for the early diagnosis and assessment of DILI.
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%1 WM PA.ChE.GGT.ALT.AST.HBV-DNA f5HH E LI (v+s)
Table 1 Comparison of serum PA, ChE, GGT, ALT, AST, HBV-DNA viral load between 2 groups (x+s)

20 n PA (mg/L) ChE(U/L) GGT(U/L) ALT(U/L) AST(U/L) HBV-DNA (x10’IU/mL )
UK =24) 109 187.56+60.58 3236.19+487.45 212.53+69.51 68.15+22.06 74.14+23.28 15.91+5.10
papileEil 46 206.74%95.03 4720.762664.31 116.29+38.36 37.62+12.39 35.05+11.57 10.32+3.21

tH 8.573 15.480 8.829 8.808 10.824 6.874

P14 <0.001 <0.001 <0.001 <0.001 <0.001 <0.001

AST . HBV-DNA ¥ 2 # f& & 1E 41 5¢ (P<0.05) .
L2,

#*2 [MiEPA.ChE.GGT 5 ALT.AST.HBV-DNA fFH#
BHEXME
Table 2 Correlation between serum PA, ChE, GGT and
ALT, AST, HBV-DNA viral load

HiH PA ChE GGT

) rfi P1HE r{E PE r{H P
ALT —-0.529 <0.001 —-0.611 <0.001 0.745 <0.001
AST —0.547 <0.001 —0.589 <0.001 0.732 <0.001

HBV-DNA J 28 —0.602 <0.001 —-0.638 <0.001 0.805 <0.001
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GGT 135 DILI . 5 (P<0.05) , WL3& 3.

%3 IMEPA.ChE.GGT 5DILIKIXZ
Table 3 The relationship between serum PA, ChE, GGT
and DILI

ZAd B{E SE Waldy* OR{H 95%CI P{H
PA  —0.647 0204 10.067 0523  0.322~0.851  <0.001
ChE -0.579 0.167 12.003 0.561  0.347~0.906  <0.001
GGT 1.793 0459 15258 6.007 3.586~10.062 <0.001

2.4 Il PA .ChE .GGT X} DILI 2 Wi i/ (&

ROC Hh£ 45 R R | Il 3% PA .ChE .GGT =4
1412 Wr DILI f) AUC 4 0.955, 95% CI 4 0.909~
0.982, HUBFE A 94.50% , F5E-5 4 86.96% , . &1
TEBZ B (P<0.05) ., WFE4 &1,

%4 I PA.ChE.GGT 3% DILI K2 B f/ &
Table 4 The diagnostic value of serum PA, ChE, GGT for
DILI

f8Fr AUC  95%CI  Z1& W E %gjggﬁ{z? P{H
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80 | |
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ORI (%)
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B 1 Mm% PA.ChE.GGT % DILI 812 #i &
Figure 1  The diagnostic value of serum PA, ChE, GGT for
DILI

2.5 WL AN R FE B DILI S & Ifl ¥ PA . ChE,
GGT 7KF
WL 21 H i DILI R34 3% PA \ChE {IX T2 %
DILI f % , GGT /K-V- & T2 B DILI 4% , 25 % A1
Gt e#E X (P<0.05), W5,
x5 WEARETEE DILI BEME PA,.ChE.GGT /K E
Eb#t (v+s)
Table 5 Comparison of serum PA, ChE, GGT levels in the

observation group with different degrees of DILI (x+s)

2 5 n  PA(mg/L) ChE(U/L) GGT(U/L)

FHEDILI S 40 1392244622 2862.47+425.10 245.63+58.41
2 DILLRE 69 215.58+71.53 3452.84+503.77 193.34+46.39
X HE2H 46 296.74+95.03 4720.76+664.31 116.29+38.36
F1H 48.384 137.875 81.108
P{H <0.001 <0.001 <0.001

2.6 Ifil# PA .ChE .GGT %} DILI # ¥ (1932 Wr i (.
M52 5 ORI TR DILI 3 17 PA .ChE .
GGT 7K F- £ ROC i £k , 25 3 & 7%, IfiL ¥ PA .
ChE . GGT = # B4 12 W7 DILI i) AUC M 0.965,
95%CI 4 0.912~0.991 , U K 97.50% , F5 5 &
84.06% , L T B2 (P<0.05) . WL 6. & 2.

%6 IMiE PA.ChE.GGT %t DILI 12 B 8912 BT ) &
Table 6 The diagnostic value of serum PA, ChE, GGT to the
degree of DILI

18Fr AUC  95%CI  Z{E HRWrE ﬁ%@f?%i)ﬁ P1a

PA 0.766 0.691~0.830 5.744 <282.62 mg/L 88.07 60.87 <0.001
ChE 0.828 0.760~0.884 8.442 <4173.65 U/L 93.58 58.70 <0.001
GGT 0.839 0.772~0.893 10.861 >186.36 U/L 61.47 93.48 <0.001
4 0.955 0.909~0.982 27.132 94.50 86.96 <0.001

PA 0.759 0.668~0.836 5.771 <199.96 mg/L 92.50 57.97 <0.001
ChE 0.814 0.728~0.882 7.229 <3119.62 U/L 87.50 73.91 <0.001
GGT 0.694 0.598~0.779 3.765 >233.11 U/L 52.50 79.71 <0.001
BE4 0.965 0.912~0.991 32.195 97.50 84.06 <0.001
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Figure 2  The diagnostic value of serum PA, ChE, GGT to
the degree of DILI
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SIL-2R . TIMP-1. IL-4 {FE POAG Hi9 3635 & 5 M fh
05 A Pk

wARIE  ZHW O EWAH LR

(8 ZE] Br oWl iBrEA s £-2 24 (sIL-2R) (425 5 A B 7 1 (TIMP-1) )2 14
A 3R -4 (IL-4) FE IR PETF A R R (POAG) S I 3Rk S S i A k. ik s
ST H IR BEBE 90 91 J5 & METT 1 35 SRR AR A R 2 AR F- B (MD) 43 Ry i BE B A 2 v
JERBGLL F BSR4 5 55 B BRI ZE AR BE 1 T2 AR K A 105 (811 1 # ARV R R X IR 4L . USRI 4L 500 1Y)
SIL-2R \TIMP-1 & IL-4 /K- S3Hr AR AP 451473 £ 35 sIL-2R \TIMP-1 J% IL-4 7K, >R H Pearson #HGE
OHT e B, 237 4 TR T 5 POAG 1l ™ E RS A G, 53R W54 sIL-2R  TIMP-1 JZ IL-4 /K
S i T AR T B, 22 R EE S R L (P<0.05) o A [E) AR 2 4 45 R SIL-2R |\ TIMP-1 J
IL-4 7KF« 8 B 50 4> rh BE AR A >R FE B 201, 25 S 38 Ba it 2478 L (P<0.05) o Pearson &3 BT
S5 J R 1 SIL-2R \TIMP-1 J¢ TL-4 /K-35 5 J5 2 1 T 76 75 S HIR R b 28 8 40 175 7™ i R 8 8 T A G
(P<0.05). £5if SIL-2R \TIMP-1 S IL-4 78 J5U & PE T £ i SR R 8 2 52 S R RS i A 1
WIEHRAKF, AT AL R I 40 05 ™ AR R i 5 2 %

[S&48IA] sIL-2R; TIMP-1; IL-4; JFUR PR M RITT JEHR 3 Wph 2464

The expression of sIL-2R, TIMP-1 and IL-4 in patients with POAG and their correlation
with optic nerve injury

LIN Xianggiang, JI Xinli, WANG Mingming, SUN Yafei*

(Department of Ophthalmology, Chengyang People ’ s Hospital of Qingdao, Qingdao, Shandong, China,
266100)

[ABSTRACT] Objective To analyze the expression of soluble interleukin-2 receptor (sIL-2R),
tissue inhibitor of metalloprot Einase-1 (TIMP-1) and interleukin-4 (Interleukin-4, IL-4) in patients with
primary open-angle glaucoma (POAG) and their correlation with optic nerve injury. Method A total ofe 90
patients with POAG were collected in Chengyang People’s Hospital of Qingdao as the study group. According
to the average defect value (MD) , they were divided into the mild injury group, the moderate injury group,
and the severe injury group. In addition, 105 normal people who had physical examination in our hospital
during the same period were selected as the healthy control group. The levels of sIL-2R, TIMP-1 and IL-4 in
two groups were compared. The levels of sIL-2R, TIMP-1 and IL-4 in patients with different degrees of optic
nerve injury were analyzed. Pearson correlation analysis is adopted, and scatter diagram was drawn to analyze
the correlations between each factor and the severity of POAG. Result The levels of sIL-2R, TIMP-1 and IL-4
in the study group were significantly higher than those in the healthy control group, and the differences were
all statistically significant (P<0.05). The levels of sIL-2R, TIMP-1 and IL-4 in patients with different optic
nerve injuries were as follows: the severe injury group >the moderate injury group >the mild injury group, and
the differences were statistically significant (P<0.05). The Pearson correlation analysis showed that the levels

of sIL-2R, TIMP-1 and IL-4 were all positively correlated with the severity of optic nerve injury in patients with

KA A LR A EEHLR A (2016GSF201213)
g B TR MARERRA, L&, F 8 266100
*BAZAEAE MR, E-mail : 619725502@qq.com
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POAG (P<0.05). Conclusion sIL-2R, TIMP-1 and IL-4 are all abnormally expressed in patients with POAG.
The levels of sIL-2R, TIMP-1 and IL-4 are positively correlated with the severity of optic nerve damage in patients

with POAG. The detection of the above indicators can provide a reliable reference for assessing the severity of optic

nerve injury in patients.

[KEY WORDS] sIL-2R; TIMP-1; IL-4; Primary open-angle glaucoma; Optic nerve injury

JE K VE T £ 7 H G HR (primary open angle glau-
coma, POAG ) & —Ff ¢y HIR Fe T 1y SO0 2408 3
PP, FJe P BUR BRI . POAG 2 5/
A B SR K™ A ) 2 i A 3 T S h 4k AR
KM IR R GRS, AT TC I W AEAR N S R B
ZHEHE H 2RI B EA L, E R R
AL R M B IR AR S S s T T
F 21 e 4 % -2 32 /& (Soluble interleukin - 2receptor,
SIL-2R) A MR A 456 A R 2 2 5 5
T, A0 T AR s R 1 5 38 v AT A SO I 4
YU, S Y R B A A . A R -4
(Interleukin-4, TL-4) 42 5 2 ) 0 225 B B2 (A 1, AH G
B R S R 5% DIAR OGS . BEAEASR
RI, MBESH N 4 8 B B 2R A 1
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mL FKIL . SCHE  #E S, 2540 (4 000 r/min, 10
min) , B 1 2 ML, B T -80CTL IR A A7 7F I .
SIL-2R \TIMP-1 J IL-4 3R FH X e W fR2AS]
KA 2 - Fi 75 2\ W] CDE68 A4 [ 31 N B
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Table 1 Comparison of sIL-2R, TIMP-1 and IL-4 levels

between the two groups (x+s)

415 n  sIL-2R(pg/mL) TIMP-1(ug/L) IL-4(pg/mL)

BIFEZH 90 85.42+15.62 36.51£7.95  251.66+62.57

fEREXTHRZE 105 69.33+17.21 22.14+2.65  175.62+41.32
1 6.790 17.432 10.139
P{E <0.001 <0.001 <0.001

2.2 [R5 45 i sIL-2R \ TIMP-1 J% IL-4
KL
HRRR TS 38 1], Hh RN 27 ], B A 25
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Table 2 Comparison of sIL-2R, TIMP-1 and IL-4 levels in
patients with different optic nerve injuries (x+s)

2H n  sIL-2R(pg/mL) TIMP-1(ug/L) IL-4(pg/mL)
RERG 38 73.54+3.74 30.52+1.96 196.52+7.43
R 27 82.62+5.12 34.3623.62"  239.52+23.51°
WIER 25 106.52+7.19° 47.94+6.87°  348.58+25.22"
FAH 317.73 128.01 486.40
PAE <0.001 <0.001 <0.001

e SRR AR, 2 P<0.05 5 Y 5 T EE B LA, "P<0.05
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The value of peripheral blood miR-183 and miR-27b-3p combined with intelligent staining
gastroscope in the early diagnosis of gastric cancer

GUO Jiannian, XU Yangzhi*, XIE Tingting, JIA Lin

(Department of Gastroendoscopy, the Second Affiliated Hospital of Guangzhou Medical University, Guang-
zhou, Guangdong, China, 510260 )

[ABSTRACT] Objective To explore the value of peripheral blood miR-183 and miR-27b-3p com-
bined with intelligent staining gastroscope in the early diagnosis of gastric cancer. Methods 78 patients with
gastric cancer in the Second Affiliated Hospital of Guangzhou Medical University from January 2018 to Janu-
ary 2021 were selected as the research group, and 39 patients with benign gastric diseases were selected as the
control group. The results of intelligent staining gastroscopy , peripheral blood miR-183, miR-27b- 3p, PG I ,
PG Il , PGR levels were analyzed, and the value of smart staining gastroscopy, peripheral blood miR-183,
miR-27b-3p for early diagnosis of gastric cancer was evaluated. Results The positive rate of intelligent stain-
ing gastroscopy and the relative expression of miR-183 in peripheral blood of the research group were higher
than those of the control group, and the relative expression of miR-27b-3p was lower than that of the control
group (P<0.05). Spearman correlation analysis showed that the intelligent staining gastroscopy of the research
group was positively correlated with the relative expression of miR-183 in peripheral blood, and negatively cor-
related with the relative expression of miR-27b-3p, serum PG [ and PGR (P<0.05). Pearson correlation anal-
ysis showed that the relative expression of peripheral blood miR-183 was negatively correlated with serum PG

I and PGR, and the relative expression of miR-27b-3p was positively correlated with serum PG I and PGR
(P<0.05). The ROC curve showed that the AUC of early gastric cancer diagnosed by the combination of intel-
ligent staining gastroscopy and peripheral blood miR-183 and miR-27b-3p was the largest. Conclusion Pe-

EeRB . AL m A AR ALFES AL FF AL (2019A1515110081)
iz, T MERKERES —ERELALEE, S &R, M 510260
*BAEE A W &, B-mail : gktid3660440@163.com
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ripheral blood miR-183 and miR-27b-3p combined with intelligent staining gastroscope can improve the diag-

nostic value of early gastric cancer and realize early diagnosis and treatment.
[KEY WORDS] MicroRNA-183; MicroRNA-27b-3p; Intelligent staining gastroscope ; Pepsinogen ;

Gastric cancer; Early diagnosis
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Diagnostic value of three antibodies combined with C peptide indiagnosis and classifica-

tion of diabetes mellitus

LV Lei', HE Yagiong®*, WANG Lingling’, CHEN Qiaoyan', ZHOU Tingdong’

(1. Department of Clinical Laboratory , Suzhou First People’s Hospital , Suzhou, Anhui, China, 234000 ;
2. Scientific Research Office , North Anhui Health Vocational College , Suzhou, Anhui, China, 234000 ;
3. Department of Clinical Laboratory , The Second Affiliated Hospital of Anhui Medical University , Hefei,
Anhui, China, 230601 )

[ABSTRACT] Objective To investigate the clinical value of serum glutamic acid decarboxylase anti-
body (GAD-Ab), insulin autoantibody (IAA), islet cell antibody (ICA) combined with C peptide (C-P) in
the diagnosis and classification of diabetes mellitus. Methods From April 2019 to October 2020, 103 diabet-
ic patients in suzhou first people’s hospital were selected as the research group, Among them, 30 cases were
in the type 1 diabetes (TIDM) group and 73 cases were in the type 2 diabetes (T2DM ) group, and 32 healthy
persons as control group. The expression levels of IAA, ICA, GAD-ADb and C-P in the 3 groups were com-
pared. The relationship between the expression level of IAA, ICA, GAD-Ab and C-P and the incidence of dia-

betes mellitus was analyzed. The receiver working characteristic (ROC) curve and the area under the curve
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(AUC) were plotted. Results Comparison of the expression levels of IAA, ICA, and GAD-Ab, TIDM
group>T2DM group>control group, the difference was statistically significant (P<0.05). Comparison of C-P

expression level, T2DM group>T1DM group>control group, the difference was statistically significant (P<

0.05) ; Logistic regression analysis showed that the expression levels of IAA, ICA, GAD-Ab and C-P were the
risk factors for diabetes mellitus (P<0.05). ROC curve showed that AUC of IAA, ICA, GAD AB, C-P com-
bined detection of T2DM was 0.918 (95% CI: 0.848-0.963) , which was better than that of IAA, ICA, GAD
AB single detection of AUC; The levels of FBG, 2 HbG and HbAlc in patients with positive IAA, ICA and
GAD AB were higher than those in patients with negative IAA, ICA and GAD AB (P<0.05). Conclusion
Combined detection of GAD-Ab, IAA, ICA and C-P is helpful to correctly identify TIDM and T2DM, evalu-
ate the changes of diabetes mellitus, and provide scientific guidance for prevention and treatment of diabetes.
[KEY WORDS] Diabetes; Types; GAD-Ab; IAA; ICA; C-P
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Table 1 Comparison of the expression levels of [AA, ICA,
and GAD-Ab in the 2 groups (x+s)

a5 ; IAA ICA GAD-Ab C-p
(IUmL) (IUmL)  (JUmL)  (ug/L)

TIDM4] 30 9.17+3.05 13.45+4.17 28.47+7.06 0.37+0.12
T2DM 4] 73  5.39+1.35 10.82+3.09 13.59+4.02 0.69+0.23
YR 32 4.10£1.27  7.25%2.14  7.85%2.19 0.18x0.09
F1H 64.885 29.993 171.971 94.612

P <0.001 <0.001 <0.001 <0.001
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Table 2 Relationship between the expression levels of IAA,
ICA, GAD-AD and diabetes

K% Bl SE  Wady{i ORI  95%CI Pl

TIAA 1.760 0.319  30.423 5.810 3.941~8.564 <0.05
ICA 1.803 0.327  30.401 6.068 4.025~9.147 <0.05
GAD-Ab 1.703 0.331 26.475 5491 3.759~8.021 <0.05
C-P 1.534 0.302  25.787 4.635 3.125~6.874 <0.05
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Figure 1 ROC curve
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Table 4 Blood glucose levels of patients with positive and
negative combined diagnosis of IAA, ICA, and GAD-Ab

(x+s)

B4 o FBG(mmol/L) 2 hBG(mmol/L) HbAlc(%)

FH 71 7.87+1.24 13.49+2.86  10.12+2.30
Bk 32 7.15£1.09 10.5423.01 8.06+1.47
t1H 2.827 4.766 4.650
PAE 0.006 0.000 0.000

3 itig
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%3 IAA.ICA.GAD-Ab.C RBk3RiZKF X T2DM K318 B () &
Table 3 The differential diagnosis value of IAA, ICA, GAD-Ab expression levels in T2DM

¥5 b5 AUC 95%CI Z 5 HE N TRk RS PH
IAA 0.736 0.640~0.818 3.809 <7.18 IU/mL 0.95 0.47 <0.001
ICA 0.592 0.490~0.687 1.376 <12.53 IU/mL 0.78 0.47 <0.001
GAD-Ab 0.856 0.773~0917 8.727 <19.17 IU/mL 0.82 0.80 <0.001
C ik 0.680 0.580~0.768 3.436 >0.45 pg/L 0.58 0.80 <0.001
KA 0.918 0.848~0.963 13.382 0.90 0.83 <0.001
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8 )L CD64 . P2X7 . cMPO /K- 3 5 T B 4, 28 5 B A Geit 77 2 L (P<0.05) ; % 92 {51 48 & P il 4 58 )Lk
T Ha W7 SR, 8 il LSBT, JET- % N 8.69% . 1T Logistic [l 54 %1 437 i 78 : CRP=100 mg/L
WBC=12x10"/L . PCT=0.5 pwg/mL . CD64 . P2X7 . cMPO 5 i Ft /&5 5 40 7 1 il 48 58 L 5 2 77 5 1 A0 ¢
(P<0.05) ; ROC M1k 73 Hr 1755 : CD64 . P2X7 .cMPO K = F B4 F AL M 0.806.0.781.0.800.0.969 , LAk
LA T I AE R R, 518 CD64 . P2XT B4 cMPO 6 41 T 1 it 46 B L2 Wi (8 & , FoK P28 ik 5
AL 25 DA O I PR A3 I 0 i 6] i b Ao I R A Hi 2 3 S

[£41i7] CD64; P2X7; cMPO; /N LA PNt %

Study on the detection of CD64, P2X7 and cMPO in the diagnosis and prognosis of bacte-
rial pneumonia in children

XU Chao*, LI Chao, JIANG Yong

(Department of Pediatrics, Shiyan Taihe Hospital, Shiyan, Hubei, China, 442000 )

[ABSTRACT] Objective To analyze the values of CD64 and P2X7 receptor combined with cMPO in
the diagnosis, disease evaluation and prognosis of bacterial pneumonia of children. Methods 92 children with
bacterial pneumonia admitted to this hospital from November 2018 to November 2019 were selected as the study
group. According to the pediatric critical illness score (PCIS), they were divided into two subgroups: children
with severe pneumonia (PCIS score<80) were set as group A (n=40) , and children with mild pneumonia
(PCIS score =80 points) were set as group B (n=52). 98 patients with normal results of physical examination in
our hospital during the same period were included as the control group. The levels of CD64, P2X7, and cMPO
in different people were compared. Multivariate Logistic regression analysis was used to analyze the independent
risk factors affecting the prognosis survival of children with bacterial pneumonia, and the ROC curve was used
to analyze the predictive values of CD64, P2X7, cMPO for the prognostic survival of children with bacterial
pneumonia. Results The levels of CD64, P2X7 and cMPO 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 CD64, P2X7

KA R Al B AHFE 4 (2018CFBS13)
Ve 45 IR KA E R OUAR, 3146, 3B 442000
*BRASVEE ARAR, E-mail : 11u9657722hao755@163.com
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and cMPO in group A were significantly higher than those in group B, and the difference was statistically signif-
icant (P<0.05). Prognostic follow-up of 92 children with bacterial pneumonia showed that 8 children died and
the mortality rate was 8.69%. Logistic regression model analysis showed that: CRP = 100 mg/L., WBC = 12X
10°’/L, PCT = 0.5 pg/mL, CD64, P2X7, ¢cMPO abnormal increase was positively correlated with the prognos-
tic survival of children with bacterial pneumonia (P<0.05). The ROC curve analysis showed that CD64., P2X7,
c¢MPO and the combined area of the three were 0.806, 0.781, 0.800, and 0.969, respectively. The combination
of the three is the largest. Conclusion The detection of CD64, P2X7 and cMPO in children with bacterial

pneumonia is of high diagnostic value, and changes in their levels are closely related to the prognosis of chil-

dren. It is important for clinicians to strengthen the detection of their indicators.
[KEY WORDS] CD64; P2X7; ¢cMPO; Bacterial pneumonia of children
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&1 HRESIRACDO6AP2XT.cMPO ZKFLLE: (x+s)
Table 1 Comparison of CD64, P2X7 and CMPO levels
between study group and control group (x +s)

205 n CD64 P2X7 Z /A& c¢cMPO(%)

WoEd 92 42.83+4.53 66.82+7.03 18.65+2.85
Xif 1 2] 98 19.62+3.09 42.16£5.27 1.76+0.71
X 41.476 27.466 56.828
PAH <0.001 <0.001 <0.001

®2 MRASERAECDOAP2XT.cMPO KF LB (x+s)
Table 2 Comparison of CD64, P2X7 and CMPO levels

between study group and control group (x +s)

2151 n CD64 P2X7 Zik  cMPO(%)
A 40 44.12+324  68.57£528  15.95%5.55
B4 52 35.11+3.19  52.13£7.66  13.14%2.66
i 13.338 11.610 3.207
P1H <0.001 <0.001 0.001

2.3 92 {7 4H P 1 it R R UL T 1

AT FENT 92 5] 20 B P i 9 £8 LA T S B 5
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Table 4 predictive value of CD64, P2X7 and CMPO levels

on prognosis and survival of children with bacterial pneumonia

o8 bR HURE RSP AUC 95%CI
CD64 0.621 0.624  0.806  0.654~0.958
P2X7 0.713 7721 0781 0.623~0.939
cMPO 0.746 0.752  0.800  0.645~0.955
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Table 3 univariate and multivariate analysis of prognosis and survival in children with bacterial pneumonia

. LA AT EASEwiin
a==g
OR 1l 95%CI P OR Y 95%CI P1H
BB vs £0) 1.162 0.603~2.242 0.673

A (<54 vs =5%) 2.330 1.679~3.232 0.006 1.849 0.893~3.827 0.418
CRP(<100 mg/L vs =100 mg/L ) 2.325 1.816~2.977 0.004 2.496 1.277~4.880 0.007
WBC(<12x10°/L vs =12x10°/L) 2.653 1.950~3.610 0.005 2,575 2.067~3.207 0.006
PCT(<0.5ug/ml vs =0.5 pg/mL) 2.643 2.105~3.137 0.007 2.489 1.678~3.691 0.005
CD64(IEH vs St THED) 2.537 2.029~3.172 0.002 2.565 1.859~3.537 <0.001
P2X7(IEH vs SR THED) 2.330 1.867~2.90 0.003 2.491 1.631~3.805 <0.001
cMPO(IEH vs 59 THE) 2.372 1.702~3.272 0.003 2.496 1.670~3.731 <0.001
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(# E] BB HITHIRTE 20 R IE 5 210 R B FM7 A P A8 A X6 i )L BEZ5 4 0 L R
ARPEAR I Tei IEEUAI 220, Ak BEBURMENT A0 R 4E B 2017 4F 3 A & 2020 4F 8 A UG JLC IE#E 75 K
2 (14 92 {518 1A T 2 401 B4 ife AR e, O 0 T T) 300 4% 7 L 144 40 (91 2400 Ay I K R AR, 7 4 4 349 2R L)
FMOT A P ARG, B O M A P 5 A L 1 Sk 38 Tkt i JL O T RE A L, 36F L B AL R 35 iR Lo
ZEM A SR FR AR SO LR T RE LA bR Tei f6 8. &R BEAL OHEEE LOEHE A DEH
FARTF IR 0 AL, 2D BRI AR 50 T 1IR3 X R4, 22 5 A7 G124 78 L (P<0.05) s i 41 2RI efa 5
SR B/A TR BRI T IR H R AL, 22 R A R B L (P<0.05) s E AN LA L E GLS AL E
FWSt ¥ 5 2K F 1E % % B84, 22 5 a4 L (P<0.05) ; MBI LA A7 02 Tei 55038 0 5 & FIF
FWXTRA, ZF A SR L (P<0.05) . 2518 22 IR U M7 68 75 4 A BE S A BAOPEAN AR LG =
DIRESZHURDL , 12 W R ARL 7 B I R A5

[RgiE] BRI ZE; IR L0 D0 EM 5 A

Study on Heart Structure, Myocardium, Strain Index and Tei Index by Examination
Method of Fetal Heart of Overweight Pregnant

WANG Jianchun', ZHANG Dongfang', LU Yue', ZHUANG Jie', ZHAO Ruifeng’, GUO Lina', YANG Sufen'*
(1. Department of Ultrasound, Chengde Maternal and Child Health Hospital, Chengde, Heibei, China, 067000;
2. Lu Yue, Department of ultrasound, Chengde Central Hospital, Chengde, Heibei, China, 067000; 3. Zhao
Ruifeng, Department of ultrasound, Weichang maternal and child health hospital, Chengde, Heibei, China,
068450 ; 4. Guo Lina, Department of ultrasound, Weichang County Hospital, Chengde, Heibei, China, 068450 )

[ABSTRACT] Objective To explore the differences in the fetal heart structure, myocardium, strain
index and Tei index between overweight pregnant women and normal-weight pregnant women with lateral ultra-
sound examination. Methods The clinical data of 92 overweight pregnant women who underwent fetal cardi-
ac ultrasound examination in Chengde Maternal and Child Health Hospital from March 2017 to August 2020
were retrospectively analyzed. In addition, 40 pregnant women with normal weight during the same period
were selected as the normal control group Both groups of pregnant women underwent lateral ultrasound exami-
nations. On the basis of conventional echocardiographic observations, the observation of fetal heart function
was added. The related indexes of fetal heart structure , myocardial contractile function, strain index and Tei in-
dex were compared between the two groups. Result The transverse diameter of the right atrium, the trans-

verse diameter of the left ventricle, and the transverse diameter of the right ventricle in overweight pregnant
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women were lower than those in the normal control group, and the global spherical index was higher than that

in the normal control group (P<0.05). The super-recombination mitral valve annulus E/A and tricuspid valve

E/A indexes in the overweight group were higher than those in the normal control group (P<0.05). The left

and right ventricle GLS and FWSt of the right ventricle in the overweight group were significantly lower than

those in the normal control group (P<0.05). The Tei index of the left and right ventricle in the overweight

group was significantly higher than in the normal control group (P<0.05). Conclusion Ultrasound examina-

tion in lateral position for overweight pregnant women can effectively assess the fetal ventricular function im-

pairment and provide scientific clinical basis for early diagnosis.

[KEY WORDS] Overweight pregnant women; Fetal heart; Ultrasound examination in lateral decubi-

tus position
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Table 1  Comparison of general information of 2 groups (xs)

415 n ARG BE(em) FMEIME(mmol/L)

22 () A UIRE (g) Wik (mmHg) &F5K/E (mmHg)

B AL 92 2945+4.08  163.55+5.23 4.62+0.31

EHATIEA 40 28.37+3.96  164.20+5.11 4.65+0.38
18 1.410 0.661 0.476
P 0.161 0.510 0.635

24.11+5.08 3218+310.45 113.45%14.37 75.61+11.89

24.07+5.01 3207+308.52 114.09+14.24 76.03x12.04
0.042 0.187 0.236 0.186
0.967 0.852 0.814 0.853
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Table 2 Comparison of fetal heart structure parameters between 2 groups (x +s)

GORHH (2 25) F 47 K25, PA P<0.05 A 2257 A
et o

2 #R
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P L (P<0.05), W32,
2.2 WAL ONERE R

MG L A3 B/A A3 e/a, =3 B/
A N =IJIRIR s @ T IER SR, AR s 5 =2
MR e/a T IEH X IRL s —J0MEFR e/a 5 =4S E/A
A LA, 22 R A SR L (P<0.05) . W3R 3.
2.3 ARG LA EE D Re S AR FE A5 L

B ARG LA O FE GLS . A0 % GLS £ .0
= FWSt 2 1 8T 158 X R4, dl ) 22 7 39
it 2 L (P<0.05) 5 220> % EF ., /2.0 % FAC,
0% FAC 4 ) 22 55 L Ge 124 53 L (P>0.05) ,
i 5 41 i JL MAPSE J TAPSE ¥ T 1E # X} 1
g, A 22 R RS2 E L (P>0.05) . WL 4,

25

OEHR ALOEERE AoEiE foEie Ok

(cm) (cm) (cm) (cm)

| DU RERE DU O RAE 20 ERIE
(ecm?) LWL (cm) (cm) R

B AL 92 0.84+0.16  0.96x0.10  0.81+0.07  0.89+0.13

ERXTIEA 40 0.88+0.15  1.01+0.13  0.88+0.13  0.94%0.10
Ml 1.345 2.403 4.009 2.168
P1a 0.181 0.018 0.000 0.032

6.18+0.84  0.29+0.05  2.54+0.20  2.93x0.25 1.28+0.08

6.39+0.98  0.28+0.02  2.55+0.29  2.98+0.28 1.23+0.14
1.254 1.221 0.229 1.018 2.594
0.212 0.224 0.819 0.311 0.011

®3 WARILOHEIERERER (v2s)

Table 3 Comparison of fetal heart indexes between the two groups (x+s)

5 n TR E/A T ela RIEFRs (em/s)  ZRIME/A S =M el =RIEFR s(em/s)
A A 02 0.660.06 0.69+0.04 7.7120.49 0.69+0.04 0.64+0.03 8.60+1.69
1E X R 4 40 0.64+0.08 0.65+0.07 7.75+1.61 0.66+0.07 0.65+0.06 8.58+1.57
tH 1.585 4.150 0.217 3.112 1.277 0.064
Py 0.115 0.000 0.828 0.002 0.204 0.949

x4 WARILOIMEEINEER M EEIRILRER (v+s)

Table 4 Comparison of fetal myocardial contractile function and strain indexes between the two groups (x+s)

. JE0% GLS A% GLS 0% FWSt  A0EEF 0% FAC  17.0:% FAC TAPSE
2H 51 n MAPSE (mm)
(%) (%) (%) (%) (%) (%) (mm)
B 092 20.87x3.15  20.64+2.14 14.70+3.13  59.48+4.41  44.29+5.30  36.77£5.46 4.18+0.55 5.20+0.57
EWXTEA 40 2270212 22.20+1.98 16.99£2.79  59.01%5.38  42.51+4.61  34.69+6.01 4.05+0.52 5.19+0.59
il 3.355 3.935 3.988 0.526 1.842 1.95 1.268 0.092
P 0.001 0.000 0.000 0.600 0.068 0.053 0.207 0.927
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ARG COX-2 FIINF-kB I3k, 8 71 30,60, 120 wg/mL [{H S ETZE X HGFs FIANARSE 1 JCHH .
SEMA A 240 pe/mL ) H ECEZ A B0 T HGFs FI4IEIG F1. 55t IRZAH L, LPS 4 TL-6 1 TL-8 F¥k
AR, 2R A SE R L(P<0.05) . 5 LPS AU LL, T4 AY TL-6 FN TL-8 Fh /K F-BEE H i 3 e )
BN REAIC, 22 A G4 L (P<0.05) . SXTHEZAAEL, LPS 411 COX-2 TR AN L, 2R A 51T
2238 L (P<0.05) ;5 LPS 41AH L, T 141 1 COX-2 & [ =ik K - L FRAIK, 25 57 G it 24 L (P<0.05) .
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Glycyrrhizin plays a role in the treatment of periodontitis by regulating the COX-2/NF-kB
signaling pathway

ZHANG Na, HOU Xin, ZHANG Wen, SHI Bohong*

(Department of Stomatology , Rizhao People’s Hospital , Rizhao, Shandong, China, 276826)

[ABSTRACT] Objective To investigate the effect of glycyrrhizin on periodontal treatment by detect-
ing the regulation of glycyrrhizin on COX-2/NF-kB signaling pathway in LPS-stimulated human gingival fibro-
blasts (HGFs). Methods A small amount of gingival tissue removed during the surgery from 6 healthy volun-
teers in Shandong University Affiliated Stomatological Hospital who needed to remove the impacted teeth from
January to February, 2017. The experiment was divided into the control group, the inflammation group and
the intervention group. The cell inflammation model of gingival cells was established by lipopolysaccharide
(LPS) stimulation, while glycyrrhizin was added for intervention, and the level of IL-6 was measured by ELI-
SA. The expression of COX-2 and NF-«kB was detected by Western blot analysis. Results Glycyrrhizin at dos-
es of 30, 60, 120 pwg/mL had no significant effect on the cell viability of HGFs, and glycyrrhizin at a dose of
240 pg/mL significantly inhibited the cell viability of HGFs. Compared with the control group, the concentra-
tion of IL-6 and IL-8 in the LPS group increased significantly, and the difference was statistically significant
(P<0.05). Compared with the LPS group, the expression levels of IL-6 and IL-8 in the intervention group de-
creased significantly with the increase of the concentration of glycyrrhizin, and the difference was statistically
significant (P<0.05). Compared with the control group, the COX-2 protein expression in the LPS group was
significantly up-regulated, and the difference was statistically significant (P<0.05). Compared with the LPS
group, the COX-2 protein expression level in the intervention group was significantly reduced, and the differ-

ence was statistically significant Significance (P<0.05). Conclusion Glycyrrhizin exerts an anti-inflammato-
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ry effect by inhibiting the COX-2/NF-kB signaling pathway, providing experimental evidence for the treatment

of periodontitis in the future.

[KEY WORDS] Glycyrrhizin; Periodontitis ; IL-6; COX-2; NF-«kB
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Figure 1 Effects of different doses of glycyrrhizic acid on

the activity of human gingival fibroblasts
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Figure 2 The Effect of glycyrrhizin on COX-2/NF-kB
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JARRMFEMEZE, £8R MCL1.DKKI1 5 MBD 434¢ 2 IEAH5¢, LMR 5 MBD 434% & i1 2% (P<0.05)
LMR fik&ik \MCL1 = &1k \DKK1 = &1k B #H 3 AL F LMR &1k . MCL1 k3R ik . DKK1 ik
KR 2R AH T2 L (P<0.05) ; MBD 434¢ \Hb .LMR \MCL1 ,DKK1 /& MM i % il J5 i 5 g R
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Correlation of LMR, MCL1, DKK1 with bone injury and prognosis in patients with mul-

tiple myeloma

ZHU Taigang™, LI Yuehong, ZHANG Feihu, DONG Manyu, DU Xiaolei

(Department of Hematology, General Hospital of Anhui Wanbei Coal and Power Group, Suzhou, Anhui,
China, 234011)

[ABSTRACT] Objective To investigate the correlation of lymphocyte to monocyte ratio (LMR ), my-
eloid leukemia protein 1 (MCL1) , Dickkopf-1 (DKK1) with bone injury and prognosis in patients with multi-
ple myeloma (MM). Methods A total of 118 patients with MM in the Department of Hematology, Wanbei
Coal and Electricity Group General Hospital in Anhui Province were selected as the research objects. The ex-
pressions of LMR, MCLI1 and DKKI1 in patients with different clinicopathological characteristics were com-
pared, and the correlation between the above indicators and multiple myeloma bone disease (MBD) grades was
analyzed, and the correlation between the different expressions of the above indicators and prognosis was evalu-
ated, The factors influencing the prognosis of MM patients were evaluated. Results MCLI and DKK1 were
positively correlated with MBD grade, and LMR was negatively correlated with MBD grade (P<0.05). The 3-
year survival rate of patients with low LMR, high MCL1 DKKI1 expression was lower than that of patients with
high LMR, low MCLI1, and DKKI1 Low expression (P<0.05). MBD grade, Hb, LMR, MCL1, DKKI are
the prognostic factors of MM patients (P<0.05). Conclusion There is a certain correlation between LMR,
MCL1, DKKI and bone injury in MM patients, and they are all factors that affect the prognosis of patients.
They can provide new ideas for clinical development of personalized treatment and prediction of prognosis.

[KEY WORDS] Ratio of lymphocytes to monocytes; Myeloid cell leukemia protein 1; Dickkopf-1;

Multiple myeloma; Bone injury, Prognosis
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1.2 Ik
1.2 In RS HERRIE IS R

SR FH I A 0] 45 7 I BT A BF 5 % G i)
AR M 25 0 Durie-Salmon 433 . [E R 3H £2

4; (international staging system, ISS) 73 | 15 & 3

40 i Eb 1) . MBD 43 2% | 1L 41 25 H (hemoglobin,
Hb) . FL 2 Bl =0 (Lactate Dehydrogenase , LDH) |

B2-1H ¥k & 11 ( B2-microglobin, B2-MG ) . Ifil JJL KT 25
Pekl, Hid MBD 204 0 90h o B B AR 2 R H
1G5k 7™ E R 1R P B AL , 2 PR — A ) A

P kA — AR E 3 P L)
T K e 2R PRI E 4 O T B E
It &R BEAYE T ; Hb \LDH . 2-MG . IfiL LT ¥4 % FH
B2 W i (1) 4 B2 5] COBAS INTEGRA
800 7 4= [ 2l A= Ak A3 B AUk .

1.2.2 LMR .MCL1 .DKK1 ]

JiA WG G F ABEE 2 d 16 /= 25 16 UK
ik i 5 mL: (DR 18 [# Sysmex 2100 % 4> H 5
0L A0 A4 B ARG 00 9pk 28 40 e 3T A0 S Az A e
B, 358 LMR ; @#: & 30 min )5 , 3 000 r/min 2.0
15 min, B.02E42 10 cm, BUE 207 , i F-80CHE
TRARAE , R FHA% R CobasE601 1Y B fk 2% K G S i 43
MFASCIN 22 1135 MCL1 7K 5 >R R I 6 (1) 24
P A B 2 ) G 2 R A 3 1 59 6 000
% DKK1 7K.

1.2.3 RIF L

T W 58 6 4 359 45 7 LiARYY S E LR AR
I7 ST 7 2 K TR TR 2+ M FE KA+ VD A
FERE
1.3 SGeilorik

K G2 5 SPSS 22.0 4 BB | F AT
TR (R +s) Fm , AL IE] FeA F ¢ 4G 56, Z2 4 1)
KB &R 7 225007, 41N P P L3R FH SNK-q
K56 THECFE R n (%) Fon R A P K56 LMR |
MCL1 .DKK1 5 B 4 73 40 5 4 43 #7 % ] Spearman
A& R BB AL MM B TS A KA 52 e [ 2R
H Cox Z K & [B1H 4341 ; A [F] LMR \MCL1 ,DKK1
P8 BH 3 4F A A7 %k ] Kaplan-Meier 154 il A=
TEM L, 4H19) He %8 R JH Log-rank K356 . LA P<0.05
h2ERAE G R

2 #HR
2.1 A[A)IE Fs FRARNE 2 % LMR .MCL1 .DKK1
Fik

ANEVER] A M & H L Durie-Salmon 4318 |
1SS 43 1 . 15 6 2% 40 B Lb ) | il LT R 35 LMR |
MCLI.DKKI1 ik i, 22 5 LG it 2 L (P>
0.05) ; A Al Hb, LDH, B2-MG . MBD 7} % & &
LMR .MCL1 .DKKI1 £k L8, Z 7 A G158 X
(P<0.05), W31,
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R IEERAEIERFERSFESRE LMRMCL] . DKKI1 FiX (x+s)
Table 1  the expressions of LMR, MCL1 and DKKI1 in patients with different clinicopathological features were compared (x +s)

I PR 95 BEARRAIE n LMR #F{H  P{i MCL-1(pgmL) ¢F{i P{i DKKl(ng/mL) #/F{i P{H
51 L 75 5.04+0.59 ) 71.39+10.49 63.74+10.81
0424  0.672 , 0.865  0.389 0.754  0.452
5’8 43 4.99x0.66 69.52+12.61 62.12+11.93
Y (%) <60 83  5.06+0.81 70.02+11.45 62.97+10.45 ,
0.759  0.450 1.055  0.294 0.296 0.768
>60 35  4.93+0.94 72.359.66 63.58+9.68
MEH IeG 65  5.09+0.72 69.84+12.13 62.45+11.39
IgA 33 5.01+0.80 0.988  0.376 71.22+11.08 0508  0.603  63.96£10.48 0301 0.741
AR 20 4.81x0.93 72.70£10.64 64.089.53
Durie-Salmon 43¥]  I~TTH#] 39  5.09+0.65 68.51+13.09 61.85+12.58
0.740  0.461 1494  0.138 0.875 0.383
I 79 4.99+0.71 71.80+10.24 63.79+10.66
ISS /334 I~0# 60 5.03+0.82 70.45%11.36 62.47+10.73
0.138  0.890 0241  0.810 0.728  0.468
I 3 58  5.01+0.75 70.98+12.57 63.85+9.82
BB 20 LA <30% 67  5.10+0.74 69.83+12.05 63.09+10.48
PR AL L B 7 1.242 0217 0.958  0.340 0.069  0.945
>30% 51  4.92+0.83 71.87+10.62 63.23+11.50
/dl <20 83  5.05+0.86 70.15+13.86 62.82+11.64
1L LA (mg/dl) 0555  0.580 0.704 0483 0486  0.628
>2.0 35  4.95+0.97 72.04%11.91 63.93+10.59
Hb(g/L) <110 49 4.38+0.59 75.9610.57 69.38+10.45
9.695  <0.001 4739 <0.001 5.733  <0.001
>110 69  5.47+0.61 66.98+9.83 58.73+9.57
LDH(U/L) <245 81  5.65+0.52 65.30+12.45 58.2429.22
20.287  <0.001 6.697  <0.001 7.866 <0.001
>245 37 3.64+0.45 82.55+14.09 73.90x11.64
B2-MG (mg/L) <55 72 5.7420.69 67.39+11.62 59.86+8.37
13.573  <0.001 3.661  <0.001 4.927 <0.001
>5.5 46 3.89x0.77 75.91%13.37 68.30+10.09
MBD 434 0~1%% 20  6.00+0.72 50.39+10.24 49.48+9.51
2~3%% 72 517+0.58 85514 <0.001  70.58+11.46  53.189 <0.001 62.69+11.25 25.189 <0.001
44 26 3.85+0.41 86.72+13.88 74.92+15.60
2.2 LMR.MCLI1.DKKI1 584545 m9 A0 61k
% Spearman H & % 43 #7 , MCL1 (r=0.656) . ol
N . 0.8 S - 0.8
DKK1 (}’20694) L:j MBD ﬁ g& :lI:lE IE *H 3§ ) LMR 5:— 0.6 i :i:n.(,
N Y Ly
(r==0.712)5 MBD 73-4% 2 A ¢ (P $4<0.05) o 2 2
B 0.2 B% 0.2

2.3 LMR.MCL1.DKK1 5 MM i # 3 45 /L 77 %
PN

Bt 3 45, % o ], LL# 1 7 LMR . MCLI,
DKKI1AHEA IR, 183573 LMRARERIA (<5.02) |
1 #35 (>5.02) \MCL1 fif % ik (<70.71 pg/mL) .
1 2235 (>70.71 pg/mL) Al DKK1 fif ik (<63.15
ng/mL) | 5 35 (>63.15 ng/mL) i . R K-M
AT 4 B B, LMR ik % 35 \MCL1 & &k |
DKKI 5 &35 B3 3 B fE R8T LMR & &3k |
MCL1 k% ik .DKK1 R LB E , ZHFAH LI
2 X (=11.917, P<0.001 ; »’=11.042, P<0.001;
2=1.716,P=0.005), W& 1.
2.4 MM BTG 52 H &R

P MM S s R R AR & (AR =0, 58T 2=1),
V1 Durie-Salmon 433 \ISS 433 . B 58 3% 48 it b 441
LDH Hb . Ifil JLEF .MBD 43%% .LMR ,MCL1 ,DKK1
B2, W Cox Z2 A & 404, 45 R 7k, MBD
43%% .Hb LMR .MCLI1 .DKK1 /& MM & il J5 1
S N & (P<0.05), W2,

0 6 12 18 24 30 36 0 6 12 18 24 30 36 0 6 12 18 24 30 36
(A ) I (A ) W] (A 5)

E1 LMR.MCL1.DKK15MM E&3EEXBFENLER
Figure 1 Relationship between LMR, MCL1, DKKI1 and

3-year survival rate in MM patients

F2 MMEEWEH Cox ZEEN

Table 2 Cox multivariate analysis of poor prognosis in

MM patients

W ZE  BIE SE{H Wald ¥ HR{H  95%CI P4

MBD 43%%  0.620 0.240 6.679 1.859 1.159 ~2.983 <0.001
Hb —-1.551 0.507 9.354 0.212 0.148 ~ 0.304 <0.001
LMR -1.056 0.338 9.764 0.348 0.259 ~0.467 <0.001
MCLI 0.636 0.251 6.426 1.889 1.167~3.059 <0.001
DKK1 0.694 0.239 8.422 2.001 1.224~3.271 <0.001

3 it

IR L 40 5 PR A L T O A BILAA A
FERS IR, 3 HAEE 0 ] Rl g e, fe ik
FOiIRE I AE T B, 25 R R B il 42, T 35 i e
20 M S R G O, S AE TR AR R . R I AR
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FSH-PI3K/AKT/NF-«B % I3 11 _| % Pk U1 598 20 2p
28 S 1 LT

FEEHK

[ ZE] B9 SHocinsa st (FSH)-B 5 BRLEE 3 #E/&E M 3% B (PIBK/AKT) /%55 5 H T
kB (NF-kB) & [ 4] | B2 PO S 52 M . 73k e IBCHIHRS o7 oo 12 B - R VTR 1) I e Pk O S g 41 21
(32451 . B S 22 T g 1 2 (32 5] L O SR R P Jiogg ZH 20 (32 i) (I B SR A1 232 f41]) , X b AS [ b £
4141 FSHR \p-AKT \NF-«B # 1 FH R385, 7347 4% 26 11 Z [ A G, I 4381 FSH X SKOV-3 .3A0 4
MoK RZEMEHAEH ., R b MEOP R 21 2 FSHR |\ p-AKT \NF-kB £ 4 I 6 06 % . P S ag AL ik
Jifoes 2 20> B 55 R Pk bR ZH 20> R O SR A0 21, 22 A B2 L (P<0.05) 5 1 B PEBP B9 20 21 FSHR |
p-AKT NF-«kB 2 [ 2 [8] % 1E A1 56 (P<0.05) ; SKOV-3 4l il T FSH ¥ )% 40 mIU/ml {E [ 48 h B} 21 Jjfg 34 4 R
R AN, F 22 A G it 22 38 L (P<0.05) , AR [E] A5, 25 5 B Ge 125 3 L (P>0.05) ; 3A0 41 i
T FSH ¥ J& 40 mIU/mL 1 F 24 b B 200 Jf % 185 58 238 5 K, AN RV BE AN R B i) 8, LR AR 22 A it X
(P<0.05) ; SKOV-3 4Ilig i, 5% IR ZHAH He , FSH 4 p-AKT 25 14 F k38411, LY 294002 4 . FSH/LY294002 4]
p-AKT # |1 3R ik il 2> (P<0.05) ; FSH 41 NF-«B £ [ 2 34 & T LY294002 £H (P<0.05) ; 3A0 #H ffd 7,
LY294002 £ \FSH/LY294002 41 p-AKT 2 1 #3570 T X B4 (P<0.05) , FSH 41 p-AKT & (4 321k = 1% B
20\ LY294002 4 .FSH/LY294002 20 (P<0.05) ; FSH 41 i A% 1 NF-kB #5 18 25 5 T X I8 4 (LY 294002 41
FSH/LY294002 21 (P<0.05) ; 4 21 SKOV-3 . 3A0 4fififi ' AKT1/2 £ 1335 To W 25 5 (P>0.05 ) ; % FR 4T |
LY294002 41 . FSH/LY294002 41 P Flt 4 Jfd 25 4k /1N 25 1) 48 i 452> F FSH 40 (P<0.05) . #51% FSH Al fig
JE 25 i PI3K/AK M B 1 38 U1 5498 20 i Bk SKOV-3 .3A0 1 NF-kB 45 1763k , (2 i 4 o b o 1R 28 .

[E8EIR] bR PEON S R ; BRARIRILES 3 G/ 2 F1URE B ; 5% SR HF «B

FSH-PI3K/AKT/NF-k Expression and mechanism of B protein in epithelial ovarian cancer
LU Xiaolin
(Department of Gynecology , Handan Central Hospital, Handan, Hebei, China, 056001 )

[ABSTRACT] Objective To explore follicular estrogen (FSH) - phosphatidylinositol 3 kinase /
protein kinase B (PI3K / Akt) / nuclear transcription factor kB (NF-kB) Effect of protein on the occurrence
and development of epithelial ovarian cancer. Methods The epithelial ovarian cancer tissues (32 cases) ,
borderline ovarian tumor tissues (32 cases) , benign ovarian tumor tissues (32 cases), and normal ovarian
tissues (32 cases) surgically removed in our hospital were selected to compare FSHR in different ovarian
tissues, P-AKT, NF-kB protein positive expression rate, analyze the correlation between the proteins, and
analyze the promotion of FSH on the growth and invasion of SKOV-3 and 3AO cells. Results The positive
expression rates of FSHR, p-AKT and NF-«B protein in epithelial ovarian cancer tissues were higher than
those in borderline ovarian tumor tissues, benign ovarian tumor tissues, and normal ovarian tissues (P<0.05);

FSHR and p in epithelial ovarian cancer tissues -AKT and NF-kB protein are positively correlated (P<0.05) ;

E AR R IR T AR E AR RS LR R B (1623208056ZC)
A A5 AR s B R da A Ak HRER 056001
WA B BeAk, E-mail : sj1002@126.com
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SKOV-3 cells have the highest cell proliferation rate when FSH concentration is 40 mIU/ml for 48 h, and the
difference between different concentrations is statistically significant (P<0.05) There was no significant
difference at different time points (P>0.05) ; the proliferation rate of 3AO cells was the largest when the FSH
concentration was 40 mlIU/ml for 24 h, and the difference was statistically significant at different
concentrations and different time points (P<0.05) ; In SKOV-3 cells, compared with the control group, the
expression of p- AKT protein in the FSH group increased, and the expression of p- AKT protein in the
LY294002 group and FSH/LY294002 group decreased (P<0.05) ; the expression of NF-kB protein in the FSH
group was higher than that of LY294002 Group (P<0.05) ; in 3AO cells, the expression of p-AKT protein in
the LY294002 group and FSH/LY294002 group was lower than that in the control group ( P<0.05), and the
p-AKT protein expression in the FSH group was higher than that in the control group, LY294002 group, FSH/
LY294002 group (P<0.05) ; NF-kB protein expression in the nucleus of FSH group was higher than that of
control group, LY294002 group, FSH/LY294002 group (P<0.05); AKT1/2 protein expression in SKOV-3
and 3AO0 cells in 4 groups There was no significant difference (P>0.05) ; the number of cells in the control
group, LY294002 group, and FSH/LY294002 group that passed through the chamber was less than that of the
FSH group (P<0.05). Conclusion FSH may increase the expression of NF-«B protein in ovarian cancer cell
lines SKOV-3 and 3AO through the PI3K/Akt pathway, promote tumor cell proliferation and invasion, and
accelerate the occurrence and development of epithelial ovarian cancer.

[KEY WORDS] Epithelial ovarian cancer; Follicle stimulating hormone ; Phospholipid phthaloinositol

3-kinase/protein kinase B ; Nuclear transcription factor kappa B

BN S Lo VR DG PR L R geit, bk
B B9 5 AR A AF R AUH 30%~40% , FE T g T
PREMEMRE E O BRI S 0P SR & A R R
25 UM G, i 1 DR g ) % 2 (Follicle stimulating
hormone , FSH ) $ 3 nJ G8 A UF 5198 A 4= 1) 5 2L A [
RE®, 45 SCHRUESE , FSH 3 1< 48 F 1 40 it =% 1
FSH 32 1A (FSHR ) fie {4 2 Jifl P AH DG A 5 38 i Bl I8
I, I TTE IR 529 vh & #5408 FT L B BARAE F LTS
AR MR R , BEIR BRULEE 3 S/
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B, PIBK/AKT ) il B 76 8 P Ji e % AE ki vh BAT o
FAER Y . K% 5% I F «B (Nuclear transcription
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1.1 SEEM R
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10 H FAR VIR 0 L Bz P 59 B8 41 20 (32 1)) L P £
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1) | 1E 5 O S 41 21 (32 1))V A 98 R TR, R
FHAR R A 0P 55 36 7 1 Rz A0 Bk A7 AR s 3%

SKOV-3 4fl il b g b 5t K2 N R B B 1A B S 3 ==
PEAE 5 3AO 20 L ik SRy T Ak BE B 2 2R DU B e S 56
rruL 3R 2 RPMI-1640 35 35 5035 55 5 1 5t
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3. ArHIEEFE12.24 48 72 h i W B 2R gR L
K H MTT A 25 9% SKOV-3 . 3A0 il KAk
HEVEF B SRR BE R . A A K G AE %
=(AMZH—A 23 F1)/( A X IE-A 23 19)%100%
1.2.3 Western blot 7 [ EJ 7 12

Fy I Bz PR P L 40 L SKOV -3, 3A0 4 40
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BOFERER A n(%) R8T YR 5 e, 1 B8k
Ph(x+s) 38, Z2 41 18] H R R 7 2250 #r
i — 2 T P 48] R I LSD-t A5, P 41 17] e %
KBS AEAS e R, AH &R H Spearman AH G4
FERL AT, LA P<0.05 H 25 55 H Gt 2F i L,

2 H#R

2.1 K[EHP L4141 FSHR . p-AKT .NF-«B % [ FH
PEFRIR AN L%

b Bz 1 B E195 4H 41 FSHR . p-AKT . NF-«B &
F1 BH P e 2k 56 . O S5 58 AL g 21 20> 0 5 R i
A HZU>TE B O 40 21 (P<0.05) , BP 558 Lk i g
A DN R ML BRI EAS S, E 5T
GiiteE i X (P>0.05), WW#E1,
2.2 IR MEOPHLE 41200 FSHR . p-AKT \NF-kB
H RIS A

Spearman FH G 7 A1, b Kz 1 B 59 2H 21
FSHR 5 p-AKT ,NF-«B & 1 % 1k &8 I 4 56 (r=
0.671.0.759, P #J<0.001 ) , p-AKT 55 NF-«B £ [13
A S IEASE (r=0.718, P<0.05) .

®1 AEIIEALH FSHR.p-AKT . NF-«B EAMAER
BREEE [n(%) ]

Table 1 FSHR, p-Akt, NF in different ovarian tissues-k
Comparison of the positive expression rate of B proteinn
[n(%)]

215 n FSHR p-AKT NF-«B
PR PEDDSEAZT 32 27(84.38) 18(56.25) 25(78.13)
U HLAS AR A2 32 16(50.00)  6(18.75)  13(40.63)
UUELRMEMRE IS 32 13(40.63) 4(12.50)  8(25.00)

IEH IR HZH 2 32 15(46.88) 3(9.38) 10(31.25)
pal: 15.024 24.647 22.095
P 0.002 <0.001 <0.001

2.3 FSH %} SKOV-3.3A0 4 Jifd A= K AL HEAE FH %
G s i) R e JE ) 5 R

SKOV-3 4l s T FSH #¢ & 40 mIU/mL {F H 48
h B MG A R K . ARV B LA 22 A Tt
S L (P<0.05) s ANV B ) 6 b 3 22 S T e it 2
B X (P>0.05) ; 3A0 41l il T FSH ¥ J¥ 40 mIU/mL
Y H 24 h ik 28 i) 38 B8 R o K, e ORI B RN
(173.92£1.92) %, AR EE A [R]sa] o oA 22
FEi2#7E L (P<0.05), W2,
2.4 FSH.LY294002 J k&% SKOV-3 .3A0 4ifif
FSHR .p-AKT ,AKT1/2 \NF-«kB 2% i) 5 i

SKOV-3 2 il o, 15 X} HR 4 A kb, FSH 41 p-
AKT & [ 358, LY294002 41 . FSH/LY 294002
4] p-AKT % 1 #1532 (P<0.05) ; FSH 4 NF-«B
A 238 BT LY294002 4 (P<0.05) 5 3A0 41 fifg
i1, LY294002 4 . FSH/LY294002 4 p-AKT 75 [ %%
ik /b T % IR 4H (P<0.05) , FSH 4H p-AKT 75 H %35
= X IR LY294002 4 FSH/LY294002 4H (P<
0.05) ; FSH #H i #% h NF-«B & H £ 15 5 T % 1R
20 . LY294002 4 . FSH/LY294002 4 (P<0.05) ;
LY294002 #H .FSH/LY294002 #H /b F X} BR 46 , {H TG
i1t 22 5 (P>0.05) ;4 4 SKOV-3.3A0 4 jifg
AKT1/2 AR T B 225 (P>0.05), W& 3.
2.5 FSH.FSH/LY .LY %} SKOV-3.3A0 4l it 1) 1%
2

X HRZH \FSH 4 \FSH/LY294002 21 .LY294002
ZH SKOV -3 2 i %5 3ok J5 ot J5 ~F- 347 440 Jfa &5 3 501l A
(266) . (118+19) . (38+7) . (18+5) AN/ 4 (x
200) 5 3AO 20 i 25 ixk JH o 54 4 L 503 31l Ry (19+
4) . (134£20) . (58+11) , (12+3) 4~/ Efi545 (x200) o
Xt AR ZH \LY294002 21 . FSH/LY294002 £ 1% F4 41 ity
I /INE A>T FSH 41 (P<0.05) ., WK1,
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&2 FSH3X SKOV-3.3A0 @4 KB HEARE SR BEFIRERXE (x+s)
Table 2 growth promoting effect of FSH on SKOV-3 and 3A0 cells and its relationship with time and concentration (x+s)

4 it FSH(mIU/mL) 12 h* 24 h® 48 h* 72 h°

SKOV-3 4 Jifl 10° 137.26x0.71 145.57+1.06 147.45+0.84 137.60£2.24
20° 141.02x1.25 148.18+0.69 153.17+0.95 144.58+0.75
40° 143.94+1.00 151.82+0.91 166.92+1.24 151.13+1.32
80° 139.71x0.75 143.39+1.03 163.26x0.62 137.48+0.93
160° 141.65+1.18 142.14+1.56 161.05+0.87 131.79+1.05

F1H 193.687 407.135 2337.144 960.340

PiE <0.001 <0.001 <0.001 <0.001
3A0 i fits 10° 106.13+4.12 114.11+2.05 109.72+2.22 109.34+6.52
20° 113.07£2.62 139.93+5.90 127.98+3.05 118.17+3.33
40° 117.45+1.04 173.92x1.92 167.91+3.24 142.04+5.36
80" 114.23+4.36 172.15+3.14 158.38+2.34 130.00£2.10
160° 113.15+1.36 154.14+2.54 140.05£1.53 122.09+3.01

F1H 59.722 1671.452 2673.086 256.143

P <0.001 <0.001 <0.001 <0.001

H:avsbvscvsdvse P<0.05;A vs B vs C vs D P>0.05,

£ 3 FSH.LY294002 B Bt & %t SKOV-3.3A0 4iht FSHR . p-AKT.AKT1/2 NF-«kB R i% § $i
Table 3 Effects of FSH, LY294002 and their combination on FSHR, p-Akt, AKT1 /2 and NF in SKOV-3 and 3A0 cells-k

The influence of B expression

2 it 25 FSHR p-AKT AKT1/2 NF-kB
SKOV-3 4l fif X HE 20 1.26+0.17" 1.70+0.42> 1.12+0.22 0.91+0.23>
FSH 4 1.31+0.07* 2.64+0.32¢ 1.19+0.28 1.47+0.45%
FSH/LY 294002 £ 1.37+0.25™ 1.22+0.26° 1.16+0.34 0.83+0.19"
LY294002 £H 1.27+0.31° 1.22+0.41° 1.15+0.26 0.35+0.57"

F1{H 1.658 111.481 0.344 43.747

P 0.180 <0.001 0.794 <0.001
3A0 2 ity Xt R 4] 0.29+0.032" 0.82+0.020* 1.55+0.024 0.21+0.50"
FSH 2 0.32+0.041* 0.94+0.002* 1.560.039 1.2620.67"
FSH/LY 294002 21 0.28+0.035" 0.640.022" 1.55+0.027 0.57+0.29"
LY294002 21 0.28+0.029" 0.360.008" 1.54+0.040 0.19+0.21"

F{H 9.614 8551.261 1.928 38.662

P{H <0.001 <0.001 0.129 <0.001

T - 5 R4 i % FR A AR HE L *P<0.05 5 5 [a] — 40 i FSH 0 AR HE , *P<0.05 5 5[] — 40 ifd FSH/LY 294002 141 Fb , <P<0.05 ; 5 [F]— 4i il LY294002

AR ,*P<0.05,

a b

140 —P<0.05 'P<0.05
2 120 Bcontrol
8100 BFSH
8 a0 OFSH/LY
é 60 oLy
= 40

20

0 1
3A0 SKOV-3

1 : 55 FSH 41 3A0 4 i 2 b /I3 35 (1) 20 i 25048 [, *P<0.05; 5 FSH
21 SKOV-3 2 fitd 2 3 /N2 (1 4 B ACHA 1L, "P<0.05.,
B 1 FSH.FSH/LY.LY 3 SKOV-3.3A0 4Rk EL
Figure 1 Invasiveness of FSH, FSH / ly and ly on SKOV-3
and 3A0 cells

3 it

[ P4 BN S95 rh 80%~90% I Jz M BP  , 3
WK 5l EE N EREA LY, A

K, Bl 3 A2 W 2E e P I R 2 g BIL T b R Bt
FEANWIHE A, 4L R T B A DG AF 5 5 A b
Jo8 R M R TR ) G FON AR R MR e A HGAE AR 22 R
Bt TR Bt

FSH & i e 4R 7 i WM A i R, E 2R
RIS O S R D Ok 4 AR B S Ak
175 JOUR 4 B D Ak il 02 o E — A ) TS B
Wo, TE LN A W R AR B D R HA AR
FH™ FHEWEFE W], FSH 5 00 810 & 2 R A
K, HAEOP w41 23R 1 I J2 A7 FSHR 193K i5 , Ui
W] FSH mY 12 5 0P 8 ko A R St B . ARHHSY
5 R, SKOV-3 4il s F FSH ¥ & 40 mIU/mL 1k
FH 48 h B} 44 3% B % de R, ELAT Wk BE AR L 3A0
20 0T FSH ¢ J% 40 mIU/mL 1F F 24 h ik 20 i 6 4%
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B % R K, HL AT B TE) - v B AR M, X R
LY294002 ZH . FSH/LY 294002 £H Wi b 4 i) 27 1 /N3
() 40 M 55/ F FSH 41, 5 15 De Al 5 0F 58 e 3 445
R—F, W] FSH REW8 2k - {4 51 5398 240 i bk
SKOV-3.3A0 4 &K I R Z2MVEH . A5k
R, bz M ON B 4H 41 FSHR |, p-AKT NF-kB
FHFAPER AR TON S A AV A IR
P bR 1 20 I H O B4l 2T, H b H v B S 41
#1rf FSHR | p-AKT \NF-kB 75 [ 2 [i] 5 1EAH ¢,
$E7R FSH 7€ b {2 1% 01 8290 & A= & J'é vh iy 4/ T
fi 5 p-AKT NF-kB £ 147 %, PI3K/Akt {551 [
F— PRI EE B T E AR L
%, b PISK & T i 1k AL A4 e 5 ol 0 1 I
FEVRTT AU B AR S AT A B R i R
TR, Akt @8 TZ08 f R 2R ER , W TR R
p-Akt, Al AT T B HRGE UESE , NF-kB
B FIE R PIBK/AK {7 538 B% 19 R liE 4>+, & AKT
PR T A5 5 A S A, AT S S50 R 20 i AS B B i o
T, A2 ol e 2 L B, s e g A

AHF5E I, SKOV-3 3A0 i, 5%} HRLHAH
[t , FSH 2 p-AKT & [ 4% H NF-«B 8 1 3Rk 3
H, LY294002 £ . FSH/LY294002 £ p-AKT & %
KD A% NF-B 28 AT 980, Ui FSH AT fig
S 2 PI3K/AKt 3 I I 5P 5196 4 i bk SKOV-3 .,
3A0 "' NF-«B [R5 , (2 bes 40 B o (=228, 78
PI3K #I7il7] LY 294002 B4FF M IVEH T, p-AKT
H M M NF-«B &2 T, airEE, o]
AEJ2& 1 T FSH 18 i 45 & 40 L B I % FSHR, ¥ 1%
PI3K, fiefiff Akt B2 1k , NI 2 PIBK/Ake {5 538
S GG, T8 A AR A NF-xB NE G4
fif B e A MAZ v, 51 R G S s A, TR
YRR TE 4278, 4 LY 294002 40P 5 FSH VEFH 850
i %t PIBK/AK {5538 6 S T Ak AR IR, BEL
Tiir NF-kB AZA , B2 T IR BR S A0 s o8 228068
J3s, I, FSH-PISK/AKT {5 5l f#%-NF-«kB %5 [
A BRI IRIAYT L B MO0 S A

Z5 L] 1, FSH 1 B8 48 th PI3K/Akt i % I 1A
NF-kB 135, e it b e Ve O S 90 fifJed 240 15 4
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MATT 4 J 3555 s DA 12838 5 i a8 0w 1 ™ d e
FERR &

ZieA XAk AE IIERAT AR

[ ZE] B BWISMKEBAN G E T 40 (MAIT) B /3 7 T3 £ -y (IEN-y ) i 3R 58
¥ - (TNF-o) k7 il B (Granzyme B) | F A0 A 38 17 (IL-17) 32 15 5 fili 45 42 28 4 0 s ™ A B 19 56
FRo Ak L2017 4E 1 J] 2 2019 4F 3 H ABEIGIT A G245 12 H 8 142 ), AR5 8 35 il 485 4% A A ) 21 78
A AR A (n=68) IR 2 (n=74) , HRAJ5 0905 kE A5 2 41« A 2H (1~2 A Jfi8F) (n=62) \B 41 (3~4 /™ Jifi
W) (n=45) F1 C 21 (5~6 il 87 ) (n=35) , HR P Mili 4 2 75 A3 25 1) 4321 < 25 W 41 (n=59 ) A1 To 78 i 41 (n=
83) o Jf-1EH 45 5 e i A SR A SR X RR AL, SR FH O 40 (SOG4 2E 40 ] 1 MATT 41 it 2 e s X -7
IFN-y . TNF-a ., Granzyme B J¢ IL-17 7K~ 58 iS5 41 834 508 1 MAIT 20 i b ] | 433 IFN-y |
TNF-a & Granzyme B 1) MAIT 411 g Lt 491 55 35415 1 % BRZH , 43004 TL-17 i MAIT 20 Jf0 Lo 491) 55 3 e %) B
A1, 22 S A BT L (P<0.05) . A4 B 4 F C 41 # 3% 4ME I MATT 20 i Bz H 43 b 4 it P9 57K F e
ERA G FE L (P<0.05) , i A 4] MAIT 41l % 433 TFN-y \ TNF-a &% Granzyme B /KF- & T B 41
FTCHL, 3 IL-17 KSR T B 4UR C 4, 22 539 Go it 2238 L (P<0.05) . #IiR Al S 2 iR 4l a5 W4l 576
23 ¥ 241 E Ui MATT 403 B A3 B H 20 WA 40 it PR 7 K EL 3R 22 3 R GE 27 8 L (P>0.05) . 458 Filishiis
A AN I MATT 48 B ) R A7 72 B 58 IR 9 b3 RS 1% A8 3 MLATT 48 it ) g dke B B B 6, s DA ARG
MAIT 4t ff Ty B8 W] o fili 25 4 F8 8 1 PP Al 2 5%

[SE43R1 ] ML A s R IRAHSCIE 2 T 4000 ; /0 I 40 M IR 15 i e s F

The relationship between MAIT cells, their excreted factors and the severity of tuberculosis
LI Fuli, LIU Jieling, LENG Xia, SUN Xiaoke, RUAN Xianglin*
(Department of the Third Ward of Tuberculosis, Henan Chest Hospital, Zhengzhou, Henan, China, 450003 )

[ABSTRACT] Objective To explore the relationship between expression of mucosal-associated in-
variant T (MAIT) cells, their excreted factors [interferon-y (IFN-v), tumor necrosis factor-a (TNF-a) ,
granzyme B (Granzyme B), interleukin 17 (IL-17) ] and the severity of tuberculosis patients. Methods A to-
tal of 142 tuberculosis patients who were admitted to the hospital from January 2017 to March 2019 were en-
rolled. According to different types of tuberculosis, they were divided into the initial treatment group (n=68) and
the re-treatment group (n=74). According to the ranges of lung lesions, they were divided into group A (1-2
lung fields) (n=62), group B (3-4 lung fields) (n=45) and group C (5-6 lung fields) (n=35). According to
presence or absence of lung cavities, they were divided into the cavity group (n=59) and the non-cavity group
(n=83). Another 45 healthy volunteers were enrolled as the control group. The number of MAIT cells and their
secreted factors (IFN-vy, TNF-a, Granzyme B, IL-17) in peripheral blood in each group were detected by
flow cytometry. Results The proportions of MAIT cells in peripheral blood, and proportion of MAIT cells se-
creting IFN-v, TNF-a and Granzyme B in the tuberculosis group were significantly lower than those in the

control group, while the proportion of MAIT cells secreting IL-17 was significantly higher than that in the con-

A AR T d R T A Fe it X A F R R 4R (wjlx2017056)
AR A 7T g B A B BR 254 AR 0 R, FT l, FR 450003
*iBAF AR FLAR AR, E-mail : xkyyns@sina.com
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trol group (P<0.05). The differences in levels of MAIT cells and their excreted cytokines in groups A, B and
C were statistically significant (P<0.05). The levels of MAIT cells, IFN-y, TNF-a and Granzyme B in group
A were higher than those in groups B and C, while level of IL-17 was lower than that in groups B and C (P<
0.05). The differences in the proportion of MAIT cells and levels of their excreted cytokines between the initial
treatment group and the re-treatment group, the cavity group and the non-cavity group were not statistically sig-
nificant (P >0.05). Conclusion There are obvious defects in the function of MAIT cells in the peripheral
blood of pulmonary tuberculosis patients, and the functional defects of MAIT cells in patients with a wider

range of lesions are more obvious. The clinical detection of MAIT cell function can provide a reference for the

evaluation of the condition of pulmonary tuberculosis patients.

[KEY WORDS] Tuberculosis; Mucosal-associated invariant T cell; Secreted cytokine; Disease severity

IS 235 % S 25 A% A3 BT TR I G i 35 5 | B g I 1%
RGN, B TR . ARG S5 4% 55
AP B A — % &I, 90% LA I 09 AR J5 mT K
WAL TV RORAS  (H S HLARHE DT I AR B3 40 L A
T AR ROV ), R IG IR A . R,
it 45 4% 1 e 2 e R AN AR 25 4% 43 BT TR 1Y) 5 2 A
BENAX, E5EEA SRR B I, W
AP 2 W IR UE S, 52 2% 110 48 B e 9% 8 15 R 40
5 i 45 A i 1 & AT O o R BRRE DG HE A T 4
M (mucosal-associated invariant T cell , MAIT ) /&4
P FE AR SF RO R AR e T4, 76 )R 3h B 5 e g%
AL, 43 WA RN 3 X BT il A P Bk e vh A o Y
FER Ok 22 B IR BE 22 B, MAIT 40 g/ %
B P8 LI A 22 Bl ik 1Y kA ke vh o AR
FH™ o A E K 38 I s D i 5 A% 2R 3 A i
MAIT 4 ] S 53 W6 200 e PR - 7K ~F- , 43 A &0 Jal i
MAIT 40 Dy ae 5 B A e fa M E R R, LA
A HE— 20 B B MATT 48 Ji 55 i 445 4% 5 0 0 & 1
KEo

1 #EREFHE

1.1 RS

PEHL 2017 4E 1 H & 2019 4 3 H ABRIAITHY
142 It 45 4% FR B I EE A% 20 . a0 ARt DI
N Witi S 2 (S 2 Wi IR HE )™
QIER>18 % ;OB ERFIRARS S, H&ZM
TR AT . HEBRARE - QBT E5 %R 97 I H S g
TR @E I EEMIE A BB RGNS
Q=L VB IREA 4 @Z I ML Lot
ORI B A N7 38 B o [m) B BE I 45 5] fidt
AR FAE N IR PRALYE S B AR AR E
BB 2R G4 L (P>0.05), WWE 1, AWF
Y ELIE L R AR P2 B AL

x1 PMABREELABELR (xzs)
Table 1 Comparison of baseline data between 2 groups (x+s)

bl no VER(HL) AER(Y) RBTE £ (kg/m®)

sER A 142 82/60 47.29+7.21 23.59+2.15

XHHRAL 45 24/21 46.83+8.16 23.82+2.26
iy i 0.271 0.361 0.618
P14 0.603 0.718 0.538

1.2 BHEH

Jitigs A% B3 ABE a1 R N 58 i R iR CT
R, IF 1 HORE OG0 1 Rk o AR i AR I 45 A%
A [ 27 4 S 9136 4 (n=68) F1 & ik 4 (n=
74) o FRHE AR 2E B o 2 - Ol &6 99 kb il 43
A4 (1~2 DMl E) (n=62) \B 41 (3~4 il B )
(n=45) F1 C 4 (5~6 M%) (n=35) ; QiR & A5 A
Z3 52 - 25 T 2H (n=59) MITCZS i 2H (n=83 ) .
1.3 Kk

KA A2 AR 25 I AR R VK O 5 mL, HUEE AL 3!
Jei o A T B2 200 1 5 5 9 5 A A A M, 3
A CD3.CD8.CDI161 HiL {4 , & it T L7 30
min, W ESE F iS4 Y (3 E Beckman Coulter 7y
w] ) HEAT R, Hoh CD8*CD161 5 i 4H i B
MAIT., 433k b ik MAIT 40 g (%5 B 2x10° 4>/
mL) , 7353 A T4 % -y (interferon-y, IFN-vy ) . JifJ&
IRAE A -« (tumor necrosis factor-o, TNF-at) | iUk
fif B(Granzyme B) } H 44 /% 17 (interleukin-17,
IL-17) Fi 44, ¥ 1) MAIT 40 2 7 IFN -y, TNF- .
Granzyme B S IL-17 3R , i BRI 1 36 E
Santa Cruz /A ] .
1.4 Sitorik

K JH SPSS 19.0 F A #4785 43 B, IR TEZS
ST TORLL (R £5) FR, 7 25 5 AL LL A
FH K55, 220 LU RCR FH B K R 7 22430 #r , 4L 1)
PR 53 B 2K FH SNK-q 1255 THECROBH L n (%) %,
KH RS, UL P<0.05 H2ZERA ST X,
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2.1 THZHAME I MAXT 40 i K 5430 240 it IR 77K
e

i &5 A% 20 B A0 JE I MATT 20 9 L 51 43 0
IFN-vy . TNF-a . Granzyme B 1) MAIT 4 its [t 5] ' 3
I TXF FR4H , 43 0 TL-17 (%) MAXT 40 Jifd b 451) (355 s
TR, 2R WE G X (P<0.05) ., L2,

x2 WA I MAIT 4858 K% H 53 b 48 B B F K F L 8
(x+£s)
Table 2 Comparison on levels of MAIT cells and cytokines

in peripheral blood between 2 groups (x+s)

a8 n MAIT 4ifff IFN-y =~ TNF-a GranzymeB IL-17
(%) (%) (%) (%) (%)

5% 20 142 3.370.88 7.84+2.07 3.45x1.10 1.43x0.42 5.24x1.56

XFHE4] 45 5.93+1.42 12.61+3.215.37+1.62 2.37+0.65 3.73x1.14
i 14.468  11.662  9.025  11.337  6.000
P{H <0.001  <0.001 <0.001  <0.001  <0.001

2.2 AN[F g A% 2 A AR AN I MATT 20 ffd B He
Sy WA IR K- g

36 4 RS2 36 41 F 3 AN R I MATT 40 it e 491
GGy W 20 ML R KT PR 22 S TE 4 2 R L
(P>0.05), W33,

®3 ATEMMEZEREBEINEM MAIT 4R K H 53 i
MAEFRFELLER (vts)
Table 3 Comparison on levels of MAIT cells and cytokines
in peripheral blood among patients with different types of

tuberculosis (x+s)

a5 n MAIT #iifify IFN-y TNF-a  Granzyme B IL-17
(%) (%) (%) (%) (%)
VG4 68 3.46+£0.92 7.97+2.13 3.62+1.28 1.49+0.48 5.13x1.66
IR 74 3.21£0.80 7.62+1.95 3.31+1.02 1.38+0.35 5.47+1.51
2N 1.731 1.022 1.602 1.569 1.278
P1E 0.086 0.308 0.111 0.119 0.203

2.3 ORIk 3 AN E I MATT 40 i S H 5y
WA PR - 7K s

AN T) it 8 1 LR A/ 1, MAATT 200 it B
IR R K L 25 A G T B L (P<0.05),

Hirb A 21 MAIT 4 i J2 433 TFN -y, TNF-a )2 Gran-
zyme B 7K-V-2455 T B 21 C 4, 734 IL-17 KPR T
BAHMICH, ER A G242 L (P<0.05), W4,

x4 AEFESEE BESNE M MAIT 4 R8 K H 53 i 48 i
EFAKRFELE (vxs)
Table 4 Comparison on levels of MAIT cells and cytokines
in peripheral blood among patients with different ranges of

lesions (x+s)

MAIT 4iffi IFN-y  TNF-a Granzyme B IL-17
(%) (%) (%) (%) (%)
A#62 3.81£1.02 843+2.51 4.37+1.35 1.7320.52 4.65+1.42
B4H 45 3.29+0.75' 7.19+1.98" 3.16x1.02" 1.32+0.41° 5.53+1.78"
C4 35 2.6320.70° 6.32+1.82" 2.73+0.84° 1.18+0.33" 6.11+1.84°
FAH 20.824 12138 27.624 20.242 9.485
PAE <0.001 <0.001  <0.001 <0.001 <0.001

5 AR, P<0.05;5 5 B 41 4L, "P<0.05,

2.4 R[H)ZS A R B A1 E I MATT 41 i S Ho Ay
WA R T 7K e A

25 Yl 20 TG 2 41 2 £ 35 A1 A i MAIT 41 i )
HA WA 20 M R T KO B 22 S R S iR (P>
Oﬂwoﬂ%So

3 it

1993 4, MAIT 2 Jifd B YR 7 7 R Bk L4 2H 21
PRI, R — SRR HE T 41 AZ AR T bk
M . N IE TR S8 T bk I 4 T 3R Gk 20 T 41
it A2 AR 1) 22 P i, MATT 200 it A B FR 1 TR 51
IEQEQD$H§'$’EA1ZIS 1b 431, S B0 M v AR 5T
PEN, MATT 40 At e V5 T3 ot~ 20 A, 7 A AR i
%HHJFHEV\]@ZE$EE TS 5P IR AR A iE R
JE HERE R AR S AT AR

VEAESEBFSY s , MAIT 4 M 7E 15 5 B sk e
P JEAA 1) S S g P A T L TR P AE D, Pl RE
AR BURGe LR R, ARG PRAF 5T 45 3R
W 5K, RAR T A R R () MAIT 4 M 78 R 5
A R EER™ . IR AR S, MAIT 41/
AT LR S St 5 A4 B RN TR TR A PR 95 AR S

A5 n

x5 ARZEERALBEINEMLMAIT @R ESWDABEFKELLE (v25)

Table 5 Comparison on levels of MAIT cells and cytokines in peripheral blood among patients with different cavity

manifestations (x+s)

215 n MAIT 4 it (%) IFN-y(%) TNF-a (%) Granzyme B (%) IL-17(%)

234 59 3.27+0.79 7.71x1.84 3.31+0.95 1.41£0.48 5.53+1.43

Joms i 21 83 3.52+0.92 8.05+2.26 3.62+1.18 1.4520.40 5.11£1.72
1l 1.690 0.952 1.669 0.540 1.536
P 0.093 0.342 0.097 0.590 0.127
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LEZ REKE* EHK EAHE

(# ZE] B WEMEMY TR S AT X B2 R 8 S0 (CSR) B34 1LV 208 BT 19 R2 i) o
Fik  HHLEIRAEE 103 5] CSR B AW G2, $i BB HLECT 215 70 A AR A (n=52) FIX EZH (n=51) ,
X RELLL5 T 253 B AL BE VAT WAL e X R ERE L LA EM ka5 13697 o LU ALIR) T i #
HEDIRE (M7 IL-18 \IL-8 NF-kB /KF JEARRAE GG RIG AR T2, SR SIRITmitHEL 697 4 )5 KB 3
ARG PRASASAUIT 37 (VAS) HIHED) RE B AR B0 73 1 26 (NDI) PF43 1 & 3 R AIG , SSUHER 7 3807
FrifE (JOA) TR 24 58 25 Th s , PRI PRAEAR E /0 1 B R, ELYATT a4 08] e 22 S G278 X (P<
0.05), IGY7 4 JJ5E , LM IL-1.1L-8 \NF-xB /K-35 B 5 RAK, 25 53978 Ge i35 X (P<0.05) . 5iRY7
HIAA LG IRYT 4 J8 S BtD7 3 A4 H e, 2RI PRI IR - 4345 i 2 AR, ELYAYT IS 2 ) H e 2 e A e v 27 7 3
(P<0.05) . WAERAIAL W% A RCRY R TXHRAL, 22 A G4 L (P<0.05) . &8 MEMY Tk
5 1VAYT AT B k3 CSR H A MEHETH BEFIREIRAAAE , 21 1F M35 208 /K7, B — & MRCR (ST

[EgEiR]  WEARRSMER ; SUHEDIAE ; NDLITr; (A ER-18; I E-8

Effect of supine manipulation traction on serum inflammatory cytokines in patients with
cervical spondylotic radiculopathy

MA Junting, ZHANG Zhenguo*, YUAN Yan, JI Shenghui

(Department of Rehabilitation Medicine, Liaocheng People * s Hospital, Liaocheng, Shandong, China,
252000 )

[ABSTRACT] Objective To observe the effect of manual traction therapy in supine position on se-
rum inflammatory factors in patients with cervical spondylotic radiculopathy (CSR). Methods 103 CSR pa-
tients in the hospital were randomly selected as the research subjects, and they were divided into the observa-
tion group (n=52) and the control group (n=51) according to the random number table method. The control
group was given drugs and neck massage, and the observation group applied supine manipulation traction on
the basis of the control group. The cervical spine function, the levels of IL-1@, IL-8 and NF-«kB, improve-
ment status of symptoms and signs and clinical efficacy were compared between the two groups before and af-
ter treatment. Results After 4 weeks of treatment and 3 months of follow-up, the scores of visual analogue
scale (VAS) and neck disability index (NDI) in the two groups were significantly reduced while the score of
Japanese Orthopedic Association (JOA) was significantly increased, the scores of clinical symptoms were sig-
nificantly reduced compared with before treatment, and the differences between the groups after treatment
were statistically significant (P<0.05). After 4 weeks of treatment, the levels of serum IL-1, IL-8 and NF-kB
in the two groups were significantly reduced, and the differences were statistically significant (P<0.05). Com-
pared with before treatment, after 4 weeks of treatment and 3 months of follow-up, the clinical symptom

scores of the two groups were significantly reduced, and the differences between the groups after treatment

KEARB LA EED AR L& LR B (2018 HW032)
Ve A% B R T AR ERE L E $4, L &, Bk 252000
*BAZAEE KRB, E-mail : mjto@163.com
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were statistically significant (P<0.05). The recovery rate and total effective rate of the observation group were

higher than those of the control group, and the differences were statistically significant (P<0.05). Conclusion

Supine manipulation traction can significantly improve the lumbar function, symptoms and signs of CSR pa-

tients, and correct the levels of serum inflammatory factors in CSR patients CSR. It has a certain effect and is

worth recommending.

[KEY WORDS] Cervical spondylotic radiculopathy ; Cervical spine function; NDI score; Interleukin-

1B ; Interleukin-8

Pl 22 # 78 FUME SR (cervical spondylot-ic radicu-
lopathy , CSR ) /2 FIAE 59 19—, 22 iy S0 s xuqon]
A AR A7 R 38 BRSO, A0k I RS AR I
M BRSSO, R
R S0 e b B A AUEAE R AR R AL 2R A
S P IS RE R A 2] SURE M DI RE B AG  JEE
SN B TE R AR BRI, SUHERE A S LA
PNE R 1 R I8 A 56 , H b S0HE 2E PR AT K
BUARARE 2 716 Ak, H4E i 1 K -1 8 (Interleukin-
18,IL-1B) . F141 /i 4 % -8 (Interleukin-8, IL-8 ) 55 #¢
iE R F IRk o IR L 23R T AT — AR
R B 7 i AR SR R AR 0 AR T A X A 2
The S AR R AE 1Y el 5 2O AR, K B 2547
TERE BRI, PR 5 >R A 2400 3 G 97 T Befid
B E SR VIR o AMEMY 5425 AT 28
PR 2L RS LN R s, DA N s
HR A 2L A L S A 2 R a4 E A 2Ty
REMR S, I IR BT vz b T B AR L RE K &= 8
el ARHESE FEER AN EM F LA 5 AT CSR
ROR, BRE T .

1 BREFE

11—k

R HLE L 2019 4F 3 H 2= 2020 4 1 H WA A< e
WA 17 103 5] CSR BB N FEXT G2 o 9 A PR IfE
OFF A (TR ISR 5 R AR ) TS Wb ;
QAFHE 40~70 % s INHITIREIE # s IR & B Bt
BEOHEME, AT IR Y2 B S R A o HEBRARE :
O™ F B S5 R #8 D R R Q) H) o B b 25 LAt
RATHNG A BHESMI3 S22 5 QBI04 1
o R RBENLECT R 5T LSS 2H AR HREH , 2
— TR S RIS L (P>0.05) . LT,
1.2 JRIT Tk

X R4 45 T AR R SR SE A (DA 24500, [ 2
#E 7 H20133175) |, ZE K 1 1ii (G.D.Searle LLC, &

®1 MHA-RERBRLER [(n(%), (xs) ]
Table 1 Comparison of general clinical data between the two
groups [n(%), (x+s) ]

P53 - g
215 n () RREAE)
5 X
WELH 52 44(84.62) 8(15.38)  49.47+4.32 2.1620.42
XTHRZL 51 44(86.27)  7(13.73)  50.13#4.56 2.27+0.41
PaLALEN 0.02 0.75 1.34

P1E 0.893 0.453 0.182

, 25 UE S 120140072) FEAl 25 WIRYT . HR L
WRAZAS F—H 3 W, Bk 1 R, a5 28k &
M, —H2W, IR, SEYFRM. SRR E .
FRIZIG YT DL EE | 9% 55 38 30U A7 I8 20 4E i
2R, J1 B DL ORI O B B R 5~10
min; % B8 25 o 5 R AR AT 18 SR FRAL LA st L
P B 3 min, BER 1K, ESHEIT 4 A,

WL - A0 REZH JE Al o DA Moy T3k 42 5 |
BIT L BAER : OFUE hr a5, A BUPEM , B
SIRTT BRI T3 ) B TR S S N Ak, 2 5%
RIAEG|, T B AR R A R A TR R |
2~3 min; QFUH B4 5 | RE IR I T4 5 & T
S5 ST R , e G S R m A= 5 |, A
g1 7 BE Koty BE AR 5 A8 3 (A Bl 2 | g N R 2 2 5 |
1~2 min, GRRZHN , FBE FHHLERL , IR 7
L e ST S Sk A ADE /N N N I 22 L s
ZLAIEE 20 min, BEFIRYT 2~3 U, BT 4 A
1.3 JFROTAL
1.3.1  HURIRET

IGRIT RT3 0 R A e AL 737 (visual an-
alogue scale, VAS) | SUHE ) i & i 45 BV 70 82 5%
(The Neck Disability Index ,NDI) | H A< 3£ JE 24
2> (Japanese Orthopedic Association,JOA ) P4k H5 2H
HUH TIHE
1.3.2 L3 R 5

S3ATTRITHT 1 R BIBIF AR 1 K5 BUR
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BIT G, 2 BT BT 12 Wy T b M) PP Al
PILLIF IR AL FERERTE 2K, HUR T eI AK
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1.4 Giifteeib s

K G SPSS 19.0 4b BRACHE | 1407 K
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21 HiMEDIRE LR

E3RITRIA L AT A B KBt 3 A A R L TR
2 VAS \NDI 173 15 | 2 FE % (P<0.05) , JOA 3153
P18 & TR (P<0.05) , BT JE Al i 22 554
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Table 2 Comparison of cervical spine function between the two groups (x +s)

VAS 143 (43)

NDI T3 (43)

JOA T4y (41)

4151

WIEH AP AR BBV AP T AR MV ITE T A BV 3 A

WL 6.78+2.12 3.86+£1.03°  2.14+0.57" 36.72+7.21 19.26+4.33"  12.47+3.36™ 8.82+2.11 14.67+3.44"  15.58+3.67"
XEHEZL  7.13%2.15 4.74£1.22°  3.43+0.57" 37.28£6.80 26.59+4.22"  17.59+4.16™ 8.34%2.05 10.22+2.51°  12.22+3.13"

18 0.83 3.96 11.48 0.40
P1H 0.407 <0.001 <0.001 0.638

8.70 6.88 1.17 7.49 4.99
<0.001 <0.001 0.244 <0.001 <0.001

SRR T ELE, P<0.05; S RIHIGYT 4 RS i, *P<0.05,

®3 WERTTHAEIERERFLLE (x+s)

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

a3 MIL—lB(;Lg/mL) _ IL-8( /L) _ MNF—kB(ng/mL) _
IHYTHT TR FEL () R IE bE () BT IR
WM B 81.51+12.42 36.47+8.82" 29.52+3.29 24.63+2.48" 12.3622.32 5.33+1.42°
Xof B4 80.73x12.33 48.66+7.59* 28.81+3.77 27.26+3.43 11.57+2.66 8.61+2.07°
tE 0.32 7.51 1.02 4.47 1.61 9.39
PAH 0.752 <0.001 0.311 <0.001 0.111 <0.001

L - 5 R 47 AT UL, *P<0.05,

x4 WAERMEELLE (vxs)

Table 4 Comparison of symptoms and signs between the two groups (x +s)

B g R RERRA R R R LD A ke
an ., et Fiti s [ bEvis Fiti s [ bEvis Fiti s [T bEvis Fiti s
TRYTHT _ TRYTHT _ TRYTH _ TRITH .
4 JE )5 31 H 4 J8 )5 31H 4 J8)5 37 H 4 J8)E 31 H
WELLH 2.62+0.46 1.02+0.31° 0.71+0.16" 2.87+0.49 1.84+0.51° 1.47+0.35" 3.58+1.03 2.31+0.56" 1.89+0.46" 3.47+0.88 2.31+0.47" 1.83%0.55"
FFHAZH 2.5420.43 1.53+0.35° 1.23+0.22® 2.7320.51 2.21+0.62° 2.03+0.36" 3.42+0.98 2.79+0.63" 2.45+0.44" 3.52+0.74 2.89+0.64* 2.28+0.74*
tl 0.91 7.83 13.74 1.42 3.31 8.01 0.81 4.09 6.31 0.31 5.25 3.51

P{i  0.364 <0.001 <0.001 0.160 0.001 <0.001

0.420 <0.001 <0.001 0.760 <0.001 0.001

T SRR AT ILEL, *P<0.05 5 5 WG YT 4 B 5 HL#L,"P<0.05.
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x5 MAMRKTHLE (n(%) ]

Table 5 Comparison of clinical efficacy between the two groups [n(%) ]

215 n PR BAL HEL Toxk g B
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PALE] 2.44 6.52 8.15
PAH 0.015 0.011 0.004
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Expression of TNF-a, IL-1f3 and IL-10 in patients with rotator cuff injury and their cor-
relation with shoulder pain

LI Meihui', ISHAR Balati*, LU Shuang’*

(1. Department of Hand & Foot Microsurgery, Children’s Hospital of Xinjiang Uygur Autonomous Region ,
Urumgqi, Xinjiang, China, 830000; 2. Department of Neurosurgery, Children’s Hospital of Xinjiang Uygur
Autonomous Region, Urumgqi, Xinjiang, China, 830000; 3. Department of Hepatobiliary Surgery, People’s
Hospital of Xinjiang Uygur Autonomous Region, Urumgqi, Xinjiang, China, 830001 )

[ABSTRACT] Objective To analyze the expression of tumor necrosis factor-a (TNF-« ), interleukin
-18 ( IL-1B) and interleukin-10 (IL-10) in the subacromial bursa (SAB) tissue of patients with rotator cuff in-
jury and their correlation with shoulder pain. Method The clinical data of 166 patients who were treated with
surgery for rotator cuff injury or anterior instability of traumatic shoulder joint from January 2018 to January
2021 in our hospital were collected [ 85 cases with rotator cuff injury (rotator cuff injury group), 81 cases
with anterior instability of traumatic shoulder joint ( shoulder joint instability group) ]. The visual analogy score
(VAS) score and the changes of TNF-a, IL-18, and IL-10 levels between the two groups were compared.
The Pearson correlation analysis method was used, and the scatter diagram was drawn to analyze the correla-
tion between the VAS score of shoulder joint pain and TNF-a, IL-13 and IL-10 in patients with rotator cuff in-
jury. Result The VAS score and TNF-« and IL-1f3 levels in the rotator cuff injury group were significantly
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higher than those in the shoulder joint instability group, and the IL-10 level was significantly lower than that in

the shoulder joint instability group, the difference was statistically significant (P<0.05). The results of Pearson

correlation analysis showed that the VAS score of shoulder joint pain was positively correlated with the levels of

TNF-« and IL-18 in the subacromial bursa (P<0.05), and was significantly negatively correlated with the level
of IL-10 (P<0.05). Conclusion Abnormal changes in TNF-«, IL-1f and IL-10 levels in SAB tissues of pa-

tients with rotator cuff injury may be one of the pathogenesis of shoulder joint pain after rotator cuff injury.

[KEY WORDS] Rotator cuff injury; Subacromial bursa; Tumor necrosis factor-o; Interleukin-14;

Interleukin-10
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Changes and significance of oral flora, serum inflammatory factors, and T cell subgroup
levels in patients with recurrent oral ulcers

XU Jianbo*, WANG Dandan, PENG Xulin, SONG Feixiang, WANG Chundi

(Department of Stomatology, Fuyang Hospital Affiliated to Anhui Medical University, Fuyang, Anhui,
China, 236000)

[ABSTRACT] Objective To investigate the changes and significance of oral flora, serum
inflammatory factors, and T cell subgroup levels in patients with recurrent oral ulcers. Methods 91 patients
with recurrent oral ulcers from March 2019 to March 2021 in the Department of Stomatology, Fuyang Hospital
Affiliated to Anhui Medical University were selected as the observation group. 80 patients with healthy physical
examination during the same period in this hospital were selected as the control group. The DNA concentration
of Streptococcus and Veillonella was detected by real -time fluorescent quantitative polymerase chain reaction
(RT-qPCR). The enzyme-linked immunosorbent assay was used to determine serum tumor necrosis factor-a
(TNF-a) , interleukin-2 (IL-2) and interleukin -8 (IL-8) levels. Flow cytometry was used to determine the
level of T cell subsets. Results The DNA concentration of Streptococcus and Veillonella in the observation
group was lower than that in the control group, and the difference was statistically significant (P<0.05). The
levels of serum TNF-a, IL-2 and IL-8 in the observation group were higher than those in the control group, and
the difference was statistically significant (P<0.05). CD3*, CD4" and CD4"/CD8" in the observation group were
lower than those in the control group, and the difference was statistically significant (P<0.05). The DNA
concentration of Streptococcus and Veillonella in the acute attack group was lower than that in the healing

group, and the difference was statistically significant (P<0.05). The levels of serum TNF-a, IL-2 and IL-8 in
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the acute attack group were higher than those in healing group, and the difference was statistically significant
(P<0.05). CD3", CD4" and CD4'/CD8" in acute attack group were lower than those in the healing group, and
the difference was statistically significant (P<0.05). Conclusion Patients with recurrent oral ulcers have oral

flora disorder, inflammatory reaction and cellular immune function disorder, which are closely related to the

patient’s condition.

[KEY WORDS] Oral flora; Inflammatory factors; T cell subsets ; Recurrent oral ulcers

S A 1 I 5 TR i LI — b 1 I 5
P, Fe B MR R R e 4 Y o SRR
FN N R DBz B R AE R R AT RE 5 R BT
QI A e DR HICIRZS G PR G  ZfE2E R
B2 R LSRG R AL S BAR T B
SEA R R D B R AR AL B
SR, HL2 i O NEL MR A DRI X , 7™ BRI J8
BRIk, KRB A 2 B AR 7
RN DB I LN E 2, AWTEE RN,
1S AE AR 2 1 IR 7K B e D REIR S 453
55 R B A R R VTR OG0 AR SRR
TR B AR T T 4 M A KPR S
ek DR SR E R T AR 8 B AR NS
WrFIAYT 52 A 1 Bt S %

1 AR

1.1 — R

PEFET 2019 4F 3 A = 2021 4F 3 A W8 78 228
= B2 B T R BH I B 11 s R sk 18 1Y 42 0k 1
Bz B o1 BIVE WAL . I AARE . DFF A
Jis RS 2 ) 1 s 7 2 Wb i s @ &7 3 1K

FEs ez 0w s ORI =18 % s W B KRR %
TTRAE R . HERR AR e O I Hof 1 5%
H QB ISR IR B QBN EH R
W AL, Bk 53 01, otk 38 4] 4RI F
¥J(49.83+5.45) % 5 Jia -1 (4.19+1.25) 4 1A Fi 5
BOF ¥ (23.0721.85) kg/m?; SCHERRJE - /v PR
28 i, b~ v 25 491, DL 38 401 A 4 i 1
HEREE 43R 5 10 49 RN KA 42 ], 5
Ivi) J03 et BRE AR AG: 257 80 B S Xt BB, v 53 4k 47 81
A 33 ] 5 AR IR E 14 (49.3447.48) % 1K T 45 KK
¥7(22.76+1.89)kg/m?, 2 LHVE R ARERE TS BOR
SCIRFRIE K, 22 S RS T4 L (P>0.05) .

1.2 Hik

1.2.1 R RER I

1.2.1.1  ARARNEE 2 E I FAE R EEE 2 h )5
e BEER KSR AR 11, W8 TmL MR , FH G T B8 TR A%
53%€ 500 pL FIJCH EP 4, B ACUKA A7 .
1.2.1.2 5198t S 4 Primerprim-
er 5.0 BWITHEER I 45 5% [CTH 165 rRNA JE R F5 74
S 1), l At BB Y AR A B 5T A A
Ao

®1 HRE.FRERENSIMFIIRFMRER

Table 1 Primers and product fragments of Streptococcus and Vironella

168 rRNA ZE[H S ) 7= A B (bp)
BEER A i vl BP2-54 3 CACCGTATTCTGTGAGTTGC ATTGCCGAAGATTCCCTA 297
F5 o0 Fe B i s b BP2-76 LA CGAGGATAGATGAAAGGTGG CGTCCCGATTAACAGAGC 270

1.2.1.3 bR DNA $2H: 500 wL F5 A fim A+
ot FE R R B (10% ) 87 wL A EE i K (20 mg/
mL)3 pL, IRFIR2), 65CHEH 10 min, fEIR &
T A NaCl % ¥ (5 mol/L) 125 pL 1 CTAB/
NaCl i 125 pL, R % IR 2), 65CHF H 10 min,
TEIR A W T I A& 47 840 L, 12 000 r/min B0 5
min, ¥ LIS E 5 — LW EP &, A 0.6
£ R 5 B, —20C F ## & 30 min, 12 000 r/min
B0 30 min, 7 _F W, UOIE E i X 20 min,
JIA 100 WL 2K 3% 8 217K 5 K 7 TE &, 20C %

5.
1.2.1.4  SERPOEGE S PCR: #i M TIANGEN /A7) %¢
o f PCRIAF S E VLA THAE , B 25 L K
&% 4135 2.5 pL 1Y 10XPCR Buffer, 2 uL () INTP
Mixture, 2.5 pL 1) DNA 4, 1 Fii#5 147 (10 pmol/
L)4% 0.5 pL, 0.2 uL Y Taq f§,16.8 pL 1Y ddH.O,
i A PSP 95°C 3 min; 94T 30 5.55C 30 5.72C
1 min, 3£ 30 MG ;72C 10 min Z554 207
1.2.2 L2 P PR A

KA ZAE T IR A AR E i 5 mL, D) 10
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cm 2248, 3 000 r/min, 50> 10 min, W LG , >R
TEFEER £ 728 W Bf 722 (Enzyme-linked immunosorbent as-
say, ELISA )il 52 i 983 $8 L [ F--a (Tumor necrosis
factor-a, TNF-a) . A4 % -2 (Interleukin-2, 1L-2) FlI
141 %-8(Interleukin-8, 1L-8)7K*F-, A\ TNF-a ELISA
R & (s AR DA B PR A D), A IL-2
ELISA a0 & (st 2R DUIMAE DR A TR A W), A
IL-8 ELISA i) & (R st AR DU A= RS AT IR A DD
PR S A U RH A5 R N 2R T
1.2.3 T 41 HE AR

KA IR I A bk am. 5 mL, BB
G ARAS 100 WL ML 73 5 A S 5 2 & (Fluo-
rescein isothiocyanate, FITC) #51c B9 % % Bk & H
G1 (Immunoglobulin G1, IgG1) , #4154 1 9¢ 6 &
(PE)Fric Y CD3, FTTC #ric iy CD4 #l FTTC #rid
[ CD8 4% 20 wL, FEM A5 UE T 37CHEF 15
min, il & % B R 1x10°~/mL #5412 40 i B
&1 BD 2w gt X AR 00 T 40 AT
K, R HECE AT CyView 52 R HUSE 56 K4 |
#4753 #r, 55 CD47/CD8'
1.3 SEit2Frik

K HI SPSS 25.0 A A TE AL BE TR
n(%) R AT K, PR (e +5) 2R, A [A]
FUAR FH e/, L P<0.05 NEFAGHEE X,

2 #R

2.1 PO EERE
L% 2H B BR T A5 2% [G AT 19 DNA Y BEAIR T
YRR, 22 A geit22 0 L (P<0.05) . W3 2,
F2 FHAOREEEE (xxs)

Table 2 Comparison of oral flora between 2 groups (x +s)

215 n BEER I DNA F5 52 [ 1A DNA
UK =24) 91 7.93+0.54 7.10+0.45
X HEZH 80 9.17+0.68 8.29+0.54
t1H 13.275 15.714
P18 <0.05 <0.05

2.2 W4T TNF-a IL-2 F IL-8 7K - o4

WS 1% TNF-o IL-2 F1 IL-8 7K - i T %t
M, Z R A5 E L (P<0.05), W33,
2.3 THYLT 4R AT LA

WML CD3" . CD4" Fl CD4'/CD8 X T~ % I 2H
ZRAGITFE X (P<0.05), WHE 4,
2.4 AN[EIIR 1011 TR A LR

2P & 1 U 4 % Bk R A oR [ B DNA VR %

*3 WHME TNF-o JL-2 I IL-8 K FELLE (v+s)
Table 3 Comparison of serum TNF-a, IL-2 and IL-8 levels

between 2 groups (x+s)

4151 n  TNF-a(pg/mL) IL-2(pg/mL) IL-8(ng/L)

W 91 16.74+2.38 39.74+5.43 76.83+7.65
X4 80 9.82+1.86 21.23+3.28 52.14+5.89
{8 20.975 26.526 23.403

P1H <0.05 <0.05 <0.05

R4 WATHEMTELLER (x+s5)

Table 4 Comparison of T cell subsets between 2 groups (x+s)

2H 51 n CD3(%) CD4°(%)  CD4'/CD8' (%)
W4 91 65.23+3.71 34.38+3.12 1.29+0.31
XFHEZH 80 76.72+4.65 40.92+2.97 1.82+0.27
tHE 17.953 13.987 11.844
P{H <0.05 <0.05 <0.05

R T E& S ML, 255 A 50018 L (P<0.05) .
%5,
5 TREBEOREBELE (vxs)

Table 5 Comparison of oral flora in different conditions

(x+s)
215 n HEERES DNA  F52¢ G DNA
AMEENA 49 7.47+0.59 6.48+0.46
pue=s e 42 8.36+0.47 7.76+0.39
18 7.866 14.183
P <0.05 <0.05

2.5 R[]I IR N 1 He A

20 % VE M 4 1% TNF-a  IL-2 F1 1L-8 7K
mTERAMNMA, ZRAESRIT¥E X (P<0.05),
%6,

Fo AREFBEXRMEEFLE (x£s)
Table 6 Comparison of inflammatory factors in different
conditions (x+s)

215 n  TNF-a(pg/mL) IL-2(pg/mL) IL-8(ng/L)
AMEEERA 49 21.02+2.89 51.27+6.95 91.28+8.98
A A 42 12.07+2.03 27.38+4.26  61.07+6.20
2N 16.820 19.367 18.364
P1E <0.05 <0.05 <0.05

2.6 A[EYETE T 40 M0 #f g
2 & VE 4 CD3* .CD4* 1 CD4*/CD8* Ik T
AAEWH, ZR AT FE X (P<0.05), WLET,

KT AEIRETHRITAELLE (v+s)

Table 7 Comparison of T cell subsets in different conditions

(x+s)

215 n  CD3(%) CD4'(%) CD4/CD8 (%)
AW EERIZL 49 61422326 30.96+3.14 1.02+0.35
pugee G 42 70.82+3.98  37.89+2.97 1.59+0.23
HA 12.384 10.760 9.014
P <0.05 <0.05 <0.05
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MTZS 5 51 Z P ™ . A5 as R Ul il &2
R 7 R A e R DR T R, H S R
I 1 1 R % DA G
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K, TNF-o 2 B A0 | 005 200 i A%
S B ™ A B 200 T TR, EG KT B R R 15t
5 B S BN R . TNF-o AERS X Hh k7 41 i
VE AR ) U RS W E R R o i Y VAN £
E RIS ER . 2 TNF-a /SR
e VR (YR ey O o R R SRR RS
IR B . IL-2 5 B A Z R0 A Wi vk 1) — Fh 48
JL R -, F2 02 Th 240 M 430 1 — Fp A2 58 R 7,
H 6 AL Y CDAT 4 i o3 ih o IL-8 VBN —Fh 4T &
T, JE S AR AT B B PR A, Rl RS

5552 M 1 P35tz o B B A o R0
5t 97 38 03 Ak 1 9 200 D P B 400 i I Ak A it el
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T HUIRER A miR-145 %} 95 BGC823 4 i 1451 I8
"B AKT {5 5 10 11550

WA x| BRE EEH

(8 ZE]1 By F3F IS miR-145 %t B %% BGCS23 £ A 184 i 8 T 14 5% i K ALl .
FiE ¥ miR-145 mimic K HFIPEXT BEFE e 2 F J5 BGC823 4 1 i miR-145 4L fI NC 41, I DLk
YL A AR g % IR ZH , RT-PCR K& 41 2 miR-145 AY 235 ; MTT 3246 0 A W] 96 2 (0.2.5.5..10,20 F1 40
mmol/l) — H XX BGC823 4 A 44 58 1) 51l , I -0 1k 113 45 3 A VR IV FE o K BGC823 Al I BEAL 43
KAEPRLH RGP ) . — F BSUIRZH (45T 10 mmol/L — F SUIALBE 72 h) . miR-145 4H (4% 4% miR-145 mim-
ics ) Al H XK +miR-145 2H (4% 4% miR-145 mimics J& , 247 10 mmol/L — H XUIRAL # 72 h) , % A MTT &
AT X 20 S S0 G T 45 4 40 B R A ZR RN T 2R, Western blot 41 41 g ' CyclinD1 , Bel-2 Al p-AKT
EAMEL, ER 53 RAM I, miR-145 414008 1 miR-145 19335 B & 7155 (P<0.05) , 1Ml NC 241 4i
o' miR-145 263k 5 % R4 L85 25 TG0 24 15 L (P>0.05) 5 525 10 B 2H (0 mmol/L) AH Lt , — Y SUI Ak
FRLL 400 A7 5 3R 1 B 2 R AIR (P<0.05) , L[] -FAl AR 1 o 5 R AL FRAE AR HE , — H U4 miR-
145 ZH 1 SN +miR-145 2H 240 J 7738 2R B 8 FAIC, 98 T2 23R BH 8 F & (P<0.05) , 4l il ' CyclinD1 . Bel-2
H1 p-AKT 2 [0 2 FRAG, B OBUIN+miR-145 21 (19 /8 35 )5 B 82 K 1 — FFOBUICA % miR-145 4 (P<
0.05), it [ miR-145 23k ] 3% 5 — HOSUNM i 15 95 BGC823 4H M3 4l {2 2F 4 M T i /E O
Iy FHLHI AT BE S M6 AKT {5 58 B A 5
[REIA] B —H AU miR-145; 40 sE ; 4ifEis

Effects of metformin combined with miR-145 on proliferation, apoptosis and AKT signal-
ing pathway in gastric cancer BGC823 cells

TIAN Chunyang'*, LIU Xiaozheng', FAN Junchao®

(1. Department of Gastroenterology, Nanyang Central Hospital, Nanyang, Henan, China, 473000; 2. Depart-
ment of Anesthesiology, the First Affiliated Hospital of Henan University , Zhengzhou, Henan, China, 475000)

[ABSTRACT] Objective To investigate the effect of metformin combined with miR-145 on prolifera-
tion and apoptosis of gastric cancer BGC823 cells and its mechanism. Methods MiR-145 mimic and its nega-
tive control were transfected into BGC823 cells of gastric cancer and recorded as miR - 145 group and NC
group, and untransfected cells as control group, the expression of miR-145 in cells was detected by RT-PCR.
The effect of different concentrations (0, 2.5, 5, 10, 20 and 40 mmol/L) of metformin on the proliferation of
BGC823 cells was tested by MTT method and the appropriate concentration was selected. BGC823 cells were
randomly divided into untreated group (untreated ), metformin group (treated by 10 mmol/L metformin for 72
h), miR-145 mimics group (transfected with miR-145 mimics ) and metformin+miR-145 group (after transfec-

tion of miR-145 mimics, treated by 10 mmol/L metformin for 72 h) , the survival rate and apoptosis rate in

EARA Ta b F THAS A LR B (16B320003)
A 1L AT PO BRIEAAA, T, d e 473000

2. K F S — B E R REAL, AT &, #8 475000
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each group were separatly measured by MTT and flow cytometry, and the expressions of CyclinD1, Bcl-2 and
p-AKT proteins in the cells were checked by Western blot. Results Compared with the control group, the ex-
pression of miR-145 was significantly higher in the miR-145 group (P<0.05), but there was no significant differ-
ence between the NC group and the control group (P>0.05) ; compared with the blank control group (0 mmol/L),
the survival rate of cells in the metformin group was significantly lower (P<0.05), and in time-dose-dependent.
Compared with the untreated group, the cell survival rate of metformin group, miR-145 group and metformin+
miR-145 group were decreased significantly, the apoptosis was increased significantly, and the expressions of
CyclinD1, Bcl-2 and p-AKT proteins were reduced significantly, and the action intensity of metformin+miR-
145 group was significantly greater than that of metformin group or miR-145 group (P<0.05). Conclusion Up

regulation of miR-145 can enhance the effect of metformin on the proliferation and apoptosis of gastric cancer

BGC823 cells, and its molecular mechanism may be related to inhibition of AKT signaling pathway.
[KEY WORDS] Gastric cancer; Metformin; MiR-145; Cell proliferation ; Cell apoptosis

1% /]y RNA (microRNA , miRNA ) & — 2K JE 4 75
51 ) RNA, 2 %50 miRNAs 15 5 J i 20 41 5% 40
Jt o Sl s, 25 B 4 i Y 1 A O T AR
ot S BN E A KRR AR W
48, miR-145 76 B h S RER A, 5 H
MRV RE O R ED), L miR-145 HIRYT
B S I & 2 e . FOBUIOR I IR 1%
FHBY—Fh 1R B 24, HAE B iR T hd R Bt i
RAFPTMEER > G054 1, miR-145 BK &
T HOBUICEL A B ] 400 N &5 8 A0 i kR HCT116
WEERERT . ABESE B 7E M miR-145 A —
HOSUIR L B8 98 1 AT AT 1, IR 0 HE AT RE 9 4 T AL
il LU Ry B 98 B 7 B AR 04 SR R LS AR

1 #REFE

1.1 FEEGH

N 9 4 it bk BGC823 1 T i [E Bl 2 B 1 1A
AN . RPMIL640 155758 B 2R A4 L7 | Trizol ik
5| Al Lipofectamine 2000 4 F 3¢ [& Invitrogen 2
Hl o miR-145 mimic , B4 %t i NC #il PCR 5] ¥ 11
T R 2 ER A RS A o BEME i (Methyl-
thiazolyldiphenyl-tetrazolium bromide , MTT) i=5fl] 1
LA T Sigma-Aldrich /A ], 0 - A
litf #% )2 v (Reverse Transcription-Polymerase Chain
Reaction,, RT-PCR ) i 51 1 4 it 24 fie v W) Tt ot 4=
XY HEARA R F], e -3- 0w = i
(glyceraldehyde - 3 - phosphate dehydrogenase , GAP-
DH) #ii /41 F Bioworld 23 ) , 411 Jifd & 1 & D1(Cy-
clin D1)$i{4& 1 F 3 [ Cell Signaling Technology 7%
Fl , B iR 1L 2 M ¥4 B (Phosphorylated protein ki-
nase B, p-Akt) §L{A B ik I 20 i 5 -2 A (B-cell

lymphoma-2, Bel-2) Hi A&  BAR it A AL B b 12 19 -
BB/ % 1gG W T 3E [F Santa Cruz /A F] , Bi 3 &
J#ii (polyvinylidene fluoride , PVDF) i Fll i 5 ff 27
% % ( enhancedchemiluminescence , ECL) i | &
I T3¢ [E] Millipore 23 7] , 13 5% s a5 & L 0 1A
WM& T Bl REYWEARARAR, M
Bbk B /iR (Bicinchoninic acid , BCA ) £ H & #1457 &5
i) ¥ 2€ [E Thermo 23 A o
1.2 FEAUS

HERA cell240 CO, 4 il 5% 724 1 T 1% [ Her-
aeus A H] , Meddel680 fifi k1Y . Western blot %% il &
ZE 1 T 3£ [ BIO-RAD 3 H] , Moflo XDP i 5 41 /]
S04 F 3¢ [E Beckmancoulter /3 H] , Mastercycler pro
F B PCR {3t T3 [ Eppendorf 2\ ] .
1.3 Jrik
1.3.1  ZHf IR S5 g

FH5510% 6 28 L7 . 0.1 mg/mL 5% % 2 #1100
U/mL 7% %5 & [ RPMI1640 15 7% 378 CO, R AL/ %
R 5% ik BE SRy 37 C RN 10 R %) 48 35 5 A v 4
7+ BGC823 il i . WOuk £ K Y BGC823 4 i,
DLREFL 10° 420 M A 21 6 FLANREAR |, T35 5540
W IE SR o T 4T B R i 70% B kA 7
By S S3 O IRAE CREE Y ) (NC 21 (5L g I
Xf B NC) Al miR-145 4 (%% 4% miR-145 mimic) , Z
a8 YL 5] Lipofectamine 2000 {6 FH 156 BH 45 20 R AR
i RS HHEATR Y, . W 6 h e, B4 35 il iE 1Y
IR BRURSEG SR o 48 h J5 , >R T RT-PCR £l 25 41
YL miR-145 [ FRIKKF, DIPE HFL e R
1.3.2 RT-PCR #;{ll

R H Trizol ¥ $2 O B2 NC 21 Fl miR-145
LANMLAY B RNA, IfLUSE A EOE T4 B RNA
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PEATHE BE R4l B i 78 . LA RNA AR , 5 iE
SRR R £ L RS R cDNA L FRIRHE 15 35 35 0
F A H miR-145 5149 (_LiF 5’ ATTATATTGTC-
CAGTTTTCCCAGG - 3’ , T iif 5 - AAAGGTT -
GTTCTCCACTCTCTCTC-3") M2 N2 U6 519 ( I
i 5'-ATTGGAACGATA-CAGAAGATT-3' F1 T ijff
5'-GGAACGCTTCACGAATTTG-3') , DA 50 wL 2
MARZ (FRIES1494% 1 pL . dNTP Mix 1 pL . Taq
DNA 4 1 wL . cDNA #ify 2 pL Fl ddH.O 44
wL) 42 B8 52 7 451 (94 CHRZAZYE 3 min; 94 T 1
50 5,60 Tl k 50 s, 72 CTHEAH 50 s, FAGH 35 75
fieJi T2°CJR E A 6 min) EAT PCR 473, U5 wL 3"
AT SR EE I F UK, R 20 ik A
ZH BGC823 4 Jifl Ff miR-145 ARk K-,
1.3.3 MTT &K

B8R K BGC823 4 i, LA 4% L 5%10° 4>
o0 M Fp A E 96 FLANMIAR I, B T 405G 57 46 I BE
7% 24 ho WE A IRZL (0 mmol/L — H XUIK) Fil
T UIRAL BZH (S A 2.5.5.10.,20 FT 40 mmol/L
OB B E TC A B R AL . AR PESE IR 4
A ZH XU IR 24 48 F1 72 h, Hrfr,
AURE B E 3N AL S HESCHR™ T AR AR I
25 2H 4 M AE 570 nm 3 4K AL 19 5 % B2 {H (optical
density, OD {8 ) , 4l 28 =015 45 41 4 M 19 A7 3
R AR R (%)= WIKZH OD {& -8 % 20
OD {8 )/( 25 11 %} M 20 OD { -8 % 41 OD {4 ) x
100% e 2H S50 F AT 3 UK.
1.3.4 S 4n UG

O 804 K BGC823 4y , L4 fL 3x10* 4
AN FPHE T 6 FLANMAR L, %55 24 h )5, K LRl HL
I3 R AAL PR (R B ) | — HOSUARZH Clm A 10
mmol/l — I XAK) . miR-145 4 (%% % miR-145 mim-
ic) Al — F XUIK+miR-145 21 (%% %% miR-145 mimic
J& A 10 mmol/l — B XUAK ) , AR 8 52 56 43 21 %)
BGC823 4l i it 4745 Y 25 Wy Ab 35 | T 40 k% 53
FE N EEFE 72 h, S BRE T A IR R 1 B A 25 IR
R £5 L A B A I T3 . SR 1.2.3 i kel
F AT . R S A A 3 IR,
1.3.5 Western blot ¥l

WA AR AL B . — H RUIRAL  miR-145 41 F1 —
FHOBUIT+miR-145 2H 20 M, 5K _E i A 40 i 224 T
PP A, I B H 4 BCA LI E )5, 5
R W SR IR A, b SDS-PAGE # i H Pk 43

B SR SR TG IEASCHs HF% 22 PVDF I L, D) 3t
W (2 50 g/l BB W54 ) /b B 2 h s, 23 IR A
1:500 f5H5 B —HT T 4T 24 h . 1:2 000 F5 7
PR L S AL AR IC B — BT F 37 T 1 h, BT
SRR FE S ROV, LA ECL AL & 65 B 65, 1%
{4 , LA GAPDH S N2, Image J #4453 #7 o
1.4 BAssrHr

K H SPSS 20.0 #AF AT G 3, 1B
B (x+s) Fon, Z4LR] AR LR R D5 25087,
2 [H) H 55 R SNK-g K5 56, 19 4[] B 55 SR FH A 57
FEA (K056, L) P<0.05 225 A G35 L,

2 R

2.1 LYy B BGCS23 4 il miR-145 By ik

NC 4 4l of miR-145 Fik 5%F B4 L 24 57
TG = X (P>0.05) ,{H miR-145 £ 1 miR-145
FIRBR R W, 2 R A G E R (P
0.05), WLFE1,

xR HRSEATREBGCS23 MR miR-145 HIFRIE (x+s)
Table 1 The relative expression of miR-145 in gastric

cancer BGC823 cells after transfection (x+s)

21 51 miR-145
XTI 1.00
NC 41 0.96x0.07

miR-145 21 3.65+0.34"

F1a 177.513

PAH 0.000

X AL H,*P<0.05,

2.2 T HIXUIK e BGC823 2 i 1 5l (1) 5 M)

DAAS R e B — FOBUIICAL 2 s BGC823 4 Jifd
24,48 F1 72 h J5 , MTT 32 i 4 1 42 30 > B i) ok
BER —HOBUIK, 5525 A6 HEZH (0 mmol/L) A EE, —
FHOGU I Ak 5 2 o 40 A A7 305 2R 2 ) 3 PR IR (P<
0.05) , .52 B (8] - 7] S ARl P o E 72 b7 FH B[]
T, 10 mmol/L — F! XA X BGC823 4 Jifd iy 11 il 1
PR - H 00 VR B, B80S 135 10 mmol/L ik &
(9 FOWUIRAVE R 72 h 47528, L3 2,
2.3 T H XK B gk 5l BX A miR - 145 X E R
BGC823 2 Hfu 3 48 8 T~ 1Y) 5% 1e)

SR PAANH, = H WA\ miR-145 41l
T HIXUNR+miR-145 21 41 B ) A7 176 R 35 FRAIG, 08
TR B E TR, B BUI+miR-145 41 5 4E F 5
BE B R T H XU 4H 5 miR-145 4 (P<0.05) .
LA T Fn 3,



NTEWi SR T 2021459 4 45134 4591 J Mol Diagn Ther, September 2021, Vol. 13 No. 9 - 1501 -

F2 ZHXURY B BGCS23 MATFERAIZI (x=s)
Table 2  Effect of metformin on survival rate of gastric
cancer BGC823 cells (x+s)

#e i (mmol/L) 24 h 48 h 72 h
0 100 100 100
25 05.12+2.03  91.23%5.78'  85.07+5.64"
5 88.52+2.15"  76.36+4.59'  67.65+4.59"
10 73.73+2.01°  65.49+3.67°  50.28+3.35"
20 68.42+1.33  53.38+2.890'  45.01+2.94
40 57.671.05'  46.80+2.36°  40.48x2.15*
FA8 315.332 96.595 132.707
PAE 0.000 0.000 0.000

VE 5 0 mmol/L #H I, *P<0.05,

EY ST R4

E1 mmiee & a8 aEmeRET
Figure 1 The apoptosis of cells in each group was detected

by flow cytometry

®3 HABGCS23 WHFFERIMFTEMLLE (vxs)
Table 3 Comparison of BGC823 cell survival rate and

apoptosis rate in each group (x#s)

2151 MMAETT R (%) AIEMET-F (%)
F S| 100 3.62+0.55
XU 50.13+5.12" 22.5622.18"
miR-145 2 67.85+5.36" 13.64+1.12°
UM +miR-145 41 37.25+3.34" 36.74+2.25"
FiE 402.777 625.312
P 0.000 0.000

AR M EL , *P<0.05 5 5 UKL A EE , *P<0.05.,

2.4 Z“HIXUCHAMEIR A miR-145 X] B 5 BGC823
YiiffdH CyclinD1 . Bcl-2 Fl p-AKT £ [ 3K 1 521

SR A, —H UKL . miR-145 21
T H U +miR-145 2 =Rl A9 SRk KOF 44
FEAR, H = W IR +miR-145 2H 5 % T — H X
IZH B miR-145 2 (P<0.05) . UWL.3K 4.

F4 HHEBGCS23 A H CyclinD1.,Bcl-2 #1 p-AKT EH
A RIEE
Table 4 The relative expression of CyclinD1, Bcl-2 and
p-AKT proteins in BGC823 cells of each group

251 CyclinD1 Bcl-2 p-AKT
Z O LIEE] 0.65+0.05  0.38x0.03  0.47+0.03
T HUIRER. 0.38+0.03*  0.19+0.02°  0.25+0.02"
miR-145 2 0.46+0.03°  0.27+0.02°  0.38+0.03"
THXUM+miR-145 41 0.31+0.02°  0.09+0.01"  0.13+0.02*
F1{a 164.936 301.833 306.808
P 0.000 0.000 0.000

1 SRR A I, °P<0.05 3 5 = SUIRZH AH I , *P<0.05.,

3 it

Jib IR 1 R R R — R 4 i R miRNA
7 H v e ¥ 25 DR ik DR 89 9 2 R 1 R s
miR-145 f& —F & B PR 5F 19 miRNA , 7€ i T 5932
e e i b, AT ek 22 i 42 R 4 40 A %) 358 G R
Toab R, S 5 MR & A 5 AR . miR-145 785
20 i g 4 20 b ) e 3k R R R 5 R 1 4
i 92 R /N A 3 DD AR OG0 5 R T e S0 A
1 miR-145 235 A 5 100 ] 65 40 R A 184 0 4= 28
ERITE AT 54, miR-145 i 1] 3l
1 H0 ) MRP1 2% 55 38 5 2L i XAk 7 245 9 Bl 85 22
FRBURE™ . A] UL, miR-145 5 2R g 14 & A= &
Jie % Y AH 5, A B R 6 7 T AR E A
OB A e 24 ) G X6 22 g
TR AP BT R R o N, — B OBUNIGE s R
I H3K27 = H AR il D S 93 40 i A 38 A8 GRS
P DRI A M PR T 5 TR s, XU mT L i
2 miRNAs 3R 152 540 JB6 A s 4 B s 5 . ©
B2FA IR, miR-145 78 5 i 412U B AN E 1
K21k, 25 I 40 i i) G MR 365 R T SRS
TRl I RUIRAEE S A 6 B sy A, AR
55 F AP AR AE A Y miR-145 BXA
WL B[] 490 1 245 g 9 HTC 116 40 i 55 5 ) 25 SR
W& 6] B 5 4 B 85 45 U i g 4 o i
miR-145 &K 7] 14 58 40 175 5 5 98 240 I 08 T ML
AW . X3S, I miR-145 308 F1 — F BUICRE
A EA YRR G B A A K ER .

CyclinD1 J& 40 il &3] G1 81 3E A S 1% 1E 1) 1
¥ R, B — P B JE g S R, Head i e k]
o | FEC M 5 5 4 A AR 9RE 114 & A 5 Bel-2 S A TA
{14 0B R T B PR T A S 2 R S
Z 541 AT FE s AKT /& PIBK/AKT 15 538 %
155 7, p-AKT J& AKT G LIRS, WG 1L 1
AKT 1] 845 T IEAH X FE 4N CyclinD1 \Bel-2 #Y %
TR A ) 40t 2 R R AR A T, S 5 R &
& J# ; CyclinD1 Bel-2 Fl p-AKT 4 7E B 5@ 1 & 4
RGBT EHEEEE/ER" . ARG R K
B, = HOBUNK A 5% 5 miR-145 mimics B & 2
fE 1% [% X 5 58 BGC823 4fl ffl ' CyclinD1 | Bel-2
Ml p-AKT & A i % 35 K F, H = F IR EE &
miR-145 mimics A9 FH B . K F — H SUICH k7
o TGRS, £ TRE 20 i miR-145 (19 %
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] G20 MR T 4> T Cyclin D1 kit £ 4%
ALK, miR-145 A] 3 i 96 AKT {5 5 38 B 00 7%
A5 — FXUIHT S 8 I AEH
B2z, T RUOICER A miR-145 H A 5558 1) P
B VE R, HLRT R O B AKT 15 5 38 i P
T35 g A 8 A T A S AR T AR RAN
M%%%%ﬁ%i@ﬁ?:%m%% miR-145
B VER 5 208 7 MK P 3l 52 55 hn L

fDLiiEo
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miRNA-10a.GATA6 TR 2H St Ek fe & S

REER G

[ ZE] B HiH%/)D RNA-10a(miRNA-10a) A% % 55 K 1 GATAG 78R 41 il (HCC ) 141
B RE N, HiE AR 2017 4F 6 J1 % 2019 4F 6 J 92 il 2T AR UGG 7 1940135 (HCC) &
ARG U 4 2 R i o5 AL AL, SR PR A S-SR Wi S (RT-PCR) 4l miRNA-10a . GATA6 mRNA 3
SRR, ks s 4 28 K i 55 2H 20 miRNA-10a . GATA6 mRNA 2535 7KF , 43 BT miRNA-10a . GATA6 mRNA
FAR K5 HCC [ 35 s R BRERAE 09 A S L SR Cox EU ) XU 101 A 455 784 43 F miRNA-10a . GATA6
mRNA 5K 5 HCC BEMRHN LR, R HCC B FHEHL! miRNA-10a, GATA6 mRNA HHXf ik
T TS, 2R G2 L (P<0.05) . HCC #EH 4141 miRNA-10a . GATA6 mRNA ik /K
5 TMN -1 AR B L BT I RE AL R B S5 B R AR A O (P<0.05) , S54RI 1 51 JE 6 (P>
0.05) . Cox H i JXUKG: [81 YR 50 23 47 435 58 Wb s , TMIN A3 309384 v s 204k L T IFRE AL bk T 25546 8% b
J H A2 =5 cm . miRNA-10a . GATA6 mRNA 3£ 3k /K - b (=i J& 52 W HCC f8 35 Bl J5 (1 48 7 fa b PR &% (P<
0.05) . £51® HCC H & miRNA-10a 4% % 35 N T GATAG6 5 5 #£ 5 R A, A 6] I PR 6 B 1 8 %
miRNA-10a .GATAG6 F£iLTA7EZESF , H# BACH HCC kR MBS TS FE br

(7] JFA0M% ; miRNA-10a; 5% 5% FF GATA6

Expression and significance of miRNA -10a and GATAG6 in hepatocellular carcinoma tis-
sues

YU Yuanyuan, ZENG Xintao*

(Department of Hepatobiliary Surgery , Mianyang Central Hospital, Mianyang, Sichuan, China, 621000 )

[ABSTRACT] Objective To explore the expression and significance of microRNA-10a (miRNA -
10a) and nuclear transcription factor GATAG6 in hepatocellular carcinoma (HCC) tissues. Methods A total of
92 HCC patients undergoing surgical resection in the hospital from June 2017 to June 2019 were enrolled. The
cancer tissues and para-cancerous tissues were collected after surgery to detect the expression levels of miRNA-
10a and GATA6 mRNA by reverse transcription-polymerase chain reaction (RT-PCR). The expression levels
of miRNA-10a and GATA6 mRNA in cancer tissues and para-cancerous tissues were compared. The correlation
between the two indicators and clinicopathological characteristics in HCC patients was analyzed. The relation-
ship between miRNA-10a, GATA6 mRNA and prognosis of HCC patients was analyzed by Cox proportional
hazard regression model. Results The relative expression levels of miRNA-10a and GATA6 mRNA in cancer
tissues were higher than those in para-cancerous tissues (P<0.05). The expression levels of miRNA-10a and
GATA6 mRNA in cancer tissues of HCC patients were related to TMN staging, differentiation degree, hepati-
tis B, cirrhosis, lymph node metastasis and tumor diameter (P<0.05) , but not related to age or gender (P>
0.05). The results of Cox proportional hazard regression model analysis showed that increased TMN staging ,
moderately well - differentiation, hepatitis B, cirrhosis, lymph node metastasis, tumor diameter not shorter
than 5cm, and excessive expression of miRNA-10a and GATA6 mRNA were independent risk factors affecting
the prognosis of HCC patients (P<0.05). Conclusion The miRNA-10a and nuclear transcription factor GA-
TAG6 are highly expressed in HCC patients. There are differences in the expression of miRNA-10a and GATA6

KE2RE w4 EAFtR A FERAHFFRA(I5PI215)
A A5 B ra T P s ERRIFAZ SN, vl 45 1 621000
*BATAVEF 8 AME, E-mail : zengxintao@163.com
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in patients with different clinicopathological characteristics. The two are expected to be indicators for the devel-

opment and prognosis of HCC.

[KEY WORDS] Hepatocellular carcinoma; miRNA-10a; Nuclear transcription factor GATA6

JI- 41 e 93 (hepatocellular carcinoma, HCC) J2& Ji
R R DL A TR B I A OCHE T
P EBREAY . HCC i & A SRR R IRIE P A
FEMEIT R AETRS NS 0514 s |« £ TR0 B T R 55
PRIZE ARG, 3 B HCC &AM E 2R R 2 S AR
JFR™ . BBl AR X HCC B A& m L K127 B
Tt BB E ARG AR S K, T E
THRAMBUE™ . I, S I bR &YX R
FE YT MERITAL S BAA AN A, U RNA
(microRNA, miRNA) 1 25 — 259k 4 i RNA, fig &
mRNA 254 BHIKT & H g SE R 1 38 I RIFSE
K, fk /N RNA-10a(microRNA-10a, miRNA-10a)
REiE AL BRI L R 30k, 5 Z Rl PE I 1
KRHFYY, B 5k H T GATA6 (GATA -binding
protein 6, GATAG) J& —Fh i s 777 A+, 5 58 &
I, GATAG 5 Fik T Z R I senih , iesg Gk
iR 1 & AR LR S o ARSI R T miRNA-10a,
Bl T GATAG 7F HCC 418U gk S i X, A
WIEAIGIKR HCC 12 P #e S U 45 ARSI R

1 ABSHE

1.1 —RwER

PEEUAS B 2017 4F 6 H 2= 2019 4 6 H 92 |4 F
ARYIBRIGIT I HCC A, A U 4 20 0 55 4
21, ARRAE : O R & 27 R ) 7
Wb e, TR B A 12 QB IRIfRZ2; @R
B AR AL Z EIRTT BUBRYT s @AWY 22 B B A 3

Gos it e, B B IE R A . HEBR bR

D4k A P I A ML s @46 1 B B e e s
PEBIR A ; OFF 1 HA G IR & s O R &
OB 0 il S5 A FE AR B @ AR
PEGERIASEREE . 92 5 HCC B B 1k 63 1], &
PE 20 1] ; AEHAF- 44 (52.6146.02) % ; TMN Z30 44 1 4
1245, 10399 28 5], M 3Y) 52 5] 5 AL FLE < AR 431k 43
%1, rh 434k 28 ], =434k 21 491 5 2 )T 40 491, T4 £k
45 141 5 Wk ELZ5 5L RS 44491 5 Ibgd ELA2>5 em 30 1]
12 Fik
121 AR S5

WSk HCC B A 4 S 55 IE W A1 2L (R B

MR 1 4>5 em) , SRR B2 R G 3% EARAE
F-80CH IR
1.2.2  miRNA-10a MZ5457% A GATA6 mRNA K

50 mg 4 8Uhs A, HE AT vk b WF S O 4%
TRIzol it W F5 7E 17 41 48 RNA $8 5, HR 45 39 54 5%
FE A L cDNA, i FH 20 Y66 1% E cDNA
ali B B A260/A280 7E 1.8~2.0, I B T —20C K
FEBHAE o TRIzol IR i % Sk ) & 4 1 58
Invitrogen 2 7 , K F RT-PCR 7 45 ll miRNA-10a
¥ %% 55 A -7 GATA6 mRNA 7K -, Bt GAPDH A
Z ¥ . miRNA-10a [ i 51 ¥ J¥ 51 : 5' - ACAT-
CATACCCTGTAGAACCGAA-3', F g Y55 .
5'-GATTGGATGTTCTCCACAGTCTC-3' ; GATA6
mRNA [ Jif 5] ¥ J¥ 41 : 5’ - CTCAGTTCCTAC-
GCTTCGCAT-3", T ii#5|#)7 % : 5'-GTCGAGGT-
CAGTGAACAGCA-3'; GAPDH {51 ¥ JF41 . 5'-
CTGCAGCATCTTCTCCTTCC-3', F U5 ¥55 :
5'-CAAAGTTGTCATGGATGACC-3' . "4 &1
R :95C 5 min; 95C 15 s PEAT2EME, 60°C 60 s ik
17iB 2k, 72°C 5 min 30 s FEATIEH , LA 1 MG,
LFEAT 40 AEER , SEHT E F PCRAE , DA 27243k
T158 miRNA-10a A 55 5 T GATA6 mRNA 1%}
Feik i, HARD IR A g 0 S Ul BT .
1.3 s

X BB AT 18 A H BEVT , B 5 20 H 16 B
I 125812, 10 45 B (FEIG 8iETS) o
1.4 GileFrik

K SPSS 20.0 B AP ATGE M. A IE
B BT EE DL (R +s) R, 2H 18] FL8R ¢
K56 5 THECTE R A n (%) Fom SR 2 K56 5 SR
Cox Lt AU [ I #5284 3 A1 52 el HCC 835 il 1Y)
falHZE . DL P<0.05 M2EFA SR X

2 R

2.1 HCC B #H AL IR 5% 4 21 miRNA-10a,
GATA6 mRNA FEik K i

HCC 2 % J# 4 41 miRNA-10a, GATA6 mRNA
FEXT R S TS, ZR A S E L (P<
0.05), WLFEI1,
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F1 HCC BEHEARREFSHLF miRNA-10a, GATA6
mRNA FRiZKFELE (x+5)
Table 1 Comparison on the expression levels of miRNA-10a
and GATA6 mRNA in cancer tissues and para-cancerous
tissues in HCC patients (x+s)

I n miRNA-10a GATA6 mRNA
Y 2H 41 92 1.97+0.35 3.53+0.71
T 25 4 4 02 0.65+0.13 1.41+0.28
A 33.911 26.643
P1E <0.001 <0.001

2.2 AS[AlilfG AR BEAFAE HCC B39 41 20 miR-
NA-10a,GATA6 mRNA ik 7K L8

HCC i # & 41 21 b miRNA - 10a. GATA6
mRNA F£ik/KF-5 TMN 7303 AR R B L 2
ik bk T 25 5% 7% IR AR AT DG (P<0.05) , H4E
W MERITESE (P>0.05) . WFE 2,
2.3 ¥ HCC B4 HUG B OG4BTt

Bt 18 1> A 45 5 R, 92 il HCC Hi, k)i 2
B, ££3% 53 B, JET- 37 B, £E15 K 58.89% . HEFR
2 (9] 45 15 58 3 I 2R FH Cox B 9] X6 (] U A5 780 i 47
AT AR R TMN -3 e s sk S
JREAL S5 MR 4% =5 cm \miRNA-10a.
GATA6 mRNA £iA7KCV 3 =& 52 0 HCC (85 5
F A7 GRS I & (P<0.05) . L3 3,

3 it

HCC F sk = SRR, ZHCRE HiZHE

®3 HMHCC BEMEMEEERSH
Table 3 Risk factors affecting prognosis of HCC patients

S B SE{ Wald i P{H ORH  95%CI

TMN 43 0.879 0.241  13.303  0.000 2.408 1.502~3.863
SMEREEE 1143 0315 13167 0.000 3.136 1.691~5.815
LI 1.015 0.284 12773 0.000 2.759 1.581~4.815
AL 1.138 0.301  14.204  0.000 3.121 1.730~5.629

WELEEERS 0792 0.198  16.000  0.000 2.208 1.498~3.255
R RS 0.841 0227  13.726  0.000 2.319 1.486~3.618
miRNA-10a  0.752 0.206  13.326  0.000 2.121 1.417~3.176
GATA6 mRNA 0.707 0.185  14.605 0.000 2.028 1.411~2.914

AT d e T R IR YT AL, B RS
25 AR DR I R R TR A B i
PPV HCC & & M3 AR , i — 20 Ry ilfs IR
HCC JY7 UK

miRNAs BE I 45 # J [H e 3k, % i i A= K L4y
A B 8 T8 A B R P A B T AR A 5T 2 I
miRNAs 5 58 19 & tE ik e 45 i 72 %5 U0 AH
K, miRNA-10a &0 F 17 5 YL AR 1) miRNA,
5RO R 28 SRS TR O E NS
RIR TR B A A2 miRNA-10a 87KV F
15, H_E 9% miRNA-10a 2255 7] DLAE 7 18 Bt 20 it 1
B MGERS, EAMFSY &I, miRNA-10a 7F 5 3
FEA LU B A, IR AT LR Y 3 R - 2 0 i 2
B 4, A2 2F B 30 = i R itk O 4 B B8, E T
UG, A HRGE B, miRNA-10a 78 B %
S FA, HAT DL H240 (n] MAFKSIPL, 445 i &

K2 AEIMGKFEHFME HCC B& AL P miRNA-10a, GATA6 mRNA RiXKFLLE [1(%) ]
Table 2 Comparison on the expression levels of miRNA-10a and GATA6 mRNA in cancer tissues among HCC patients with

different clinicopathological characteristics [n(%) ]

miRNA-10a

GATA6 mRNA

I\ A5 B A1 — g P — - ' P
G ARARIRAFAE " TEdk(mse)  EEGese) A P e et fedik(nmze) XM PH
=60 42 16(44.45) 26(46.43) 31(48.44) 11(39.29)
(%) 0.473  0.492 0.658 0.417
<60 50 20(55.55) 30(53.57) 33(51.56) 17(60.71)
PiLcx 63 23(63.89) 40(71.43) 44.(68.75) 19(67.86)
| ‘
e p/gis 29 13(36.11) 16(28.57) 0577 0447 20(31.25) 9(32.14) 0007 0.952
TMN 438 T, T 40 10(27.78) 30(53.57) 5033 0015 22(34.38) 18(64.29) 7001 0.008
11 ;2] 52 26(72.22) 26(46.43) 42(65.52) 10(35.71)
AL 1[&:7\{{: 43 12(33.33) 31(55.36) 1270 0.030 23(35.94) 20(71.43) Y-
ERigie 49 24(66.67) 25(44.64) 41(64.06) 8(28.57)
el 40 23(63.89) 17(30.36) 35(54.69) 5(17.86)
i o 52 13(36.11) 39(69.64) 10.026 0002 29(45.31) 23(82.14) 10-752-0.001
1 45 25(69.44) 20(35.71) 38(59.38) 7(25.00) .

HFaEfE T 47 11(30.56) 36(64.29) 9:9170.002 26(40.62) 21(75.00) 211 0.002
W L T H 44 23(63.89) 21(37.50) 6115 0013 36(56.25) 8(28.57) 5080 0.014
7 48 13(36.11) 35(62.50) 28(43.75) 20(71.43)

ORI 4% (em) >5 30 20(55.56) 10(17.86) 14.171 <0.001 26(48.15) 4(14.29) 0113 0.003
<5 62 16(44.44) 46(82.14) 38(51.85) 24(85.71)
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B, ARWPRES R BN, HCC B H i
miRNA-10a % ik /K F & T 55 4 40, £ 7R
miRNA-10a "] fefE R KN 2 5 T HCC iy & 4 .
A5 KB, miRNA-10a ik 18 ] GE 2 fff EphA4
FIRD I — e AR A A A R
KEER . AR 45 R miRNA-10a £ HCC i
R AR BE AR R R . AR AR R,
Bifi% TMN 4333 0938 0, miRNA-10a F3k Fil, BHAF
TE I B 25 5 B 1) HCC 3598 41 21 miRNA-10a
PR R Y e TR A R R Xt — A
UERA T miRNA-10a 25 T HCC MR ZEMEF .

GATAG 207 T 18 5 YL iR A% H5 Sk 7, ]
5520 R il 7t 3% PR -3 3 R BV R IR A AL A4 A e
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BHEEASPEERL, 5 AR R H
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MIANIE TR 2, BN R kL . E— B A A 4G SR R
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B e R % U0, i IR v LA i A 91 miRNA-10a
GATAG6 FIKH N, Pl HCC BE B 1B o

Zi E ik, miRNA-10a %5 5 R 7 GATA6 7F
HCC B FH A b 2 e kil , HEAK 5 TMN
S AR L O AL R eSS R R
HERBUGEA K.
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HbAlc.MAIb BE A Cys-C & IAERE RIS 955 120 . 9%
1S VEA g B H

iR X% ZR

(¥ ZE] BH® ¥ o (HbAle) R 1 (MALD) B4 BEI 2= C(Cys-C) kil
1EME PR 97 B 5 (DKD) 2 W i i PR I . A3k FF 2019 4F 6 A Z 2020 4F 12 A AR IR 19 92
{508 DR s R85 AR PR A 1 HE 353 g A - 40 1) LT 3 8 3 (300 mg/24 h>FRAR T HEE#>30 mg/24
h) B A ZH, 52 1 H i 40 B 450 8 OOR 8 R >300 mg/24 h) B B 4. [ 4 A 98 fil[a] A
B 42 32 (R AAKG: 205 SR IE o B VR X IR AL, HL#45- 4 HbAlc MAIb J% Cys-C 7K F-; 2% F £ JC Logistic [7 )443
M5 W BRI 8 3 1 22 B B 2k ST S TR 25 221 ROC 4R 43 BT B4 HbAlc \MAIb  Cys-C XHBE RS H %
IR ERATIMME. &R HbAlc . MAIb,Cys-C /K- : B H>A >R , 2% 5 BA G5 X (P<
0.05), A 41 LDL-C .FPG.HbAlc MAIb.Cys-C /KF i E{K T B 41, 27 A S 78 L (P<0.05), LDL-C,
FPG .HbAlc . MAIlb.Cys-C JZ i his 4 I & BB 2 (P<0.05) . LDL-C .FPG.HbAlc.MAlb.Cys-C
TR kg 52 MM DRI S8 2 I R R I 9 ST AE B BRI R (P<0.05) . ROC 4R i 755 : HbAlc \MALb , Cys-C J
S HBEA AUC 43 0 0.956,0.972.,0.985.0.956, DL = FH BEA K AUC it K(P<0.05). Zi8 BA
HbAlc MAlb . Cys-C 5 illl DKD 312 Wi 8 =5 , HoK VA8 4k 5 58 35 1005 % IR OC , i &8 5 A DG 46 b
R HAT R

[gR] WML A JRBCE AR B PR C; BRI B W

Application of HbA1lc and MAIb combined with Cys-C detection in the diagnosis and eval-
uation of diabetic kidney disease

CHEN Daogiang*, WU Ling, GONG Yuan

(Department of Endocrinology , Xuancheng Central Hospital , Xuancheng, Anhui, China, 242000)

[ABSTRACT] Objective To analyze the application of Hemoglobin Alc (HbAlc) and Microalbum
inuria (MAIb) combined with Cystatin C (Cys-C) detection in the diagnosis and evaluation of diabetic kidney
disease (DKD). Methods The 92 patients with diabetes admitted to this hospital from June 2019 to Decem-
ber 2020 were divided into two groups according to the excretion rate of urinary protein: the 40 patients with
early renal injury (300 mg/24 h > uiinary protein excretion rate > 30 mg/24 h) were group A, and 52 patients
with advanced renal injury (urinary protein excretion rate >300 mg/24 h) as group B. 98 patients had physical
examination and normal results in this hospital during the same period were included as a control group. The
HbAlc, MAIb and Cys-C of each group were compared. Multivariate Logistic regression analysis was used to
analyze the independent risk factors affecting diabetic nephropathy. The ROC curve was drawn to analyze the
predictive value of HbAlc, MAIb and Cys-C for combined nephropathy in patients with diabetes. Results
The levels of HbAlc, MAIb and Cys-C were as follows: group B >group A >the control group, the difference
was statistically significant (P<0.05). The levels of LDL-C, FPG, HbAlc, MAIb and Cys-C in group A were
significantly lower than those in group B, and the difference was statistically significant (P<0.05). LDL-C,

AERA ZBCE A ARFF A2 (1708085MH153)
VB AL IR T P s ETR A o sk Al R, F IR 242000
*BAZAEFH  TRiE 3%, E-mail : piyun311371@163.com
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FPG, HbAlc, MAIb, Cys-C are single factors that affect diabetic patients with nephropathy (P<0.05).The
ROC curve analysis showed that the AUC of HbAlc, MAIb, Cys-C and the combination of the three indica-
tors were 0.956, 0.972, 0.985, 0.956, respectively, and the AUC value of combined detection was the larg-
est. Conclusion The combined detection of HbAlc, MAIb, and Cys-C in DKD patients has a high diagnos-

tic value, and their level changes are closely related to the patient’s prognosis. It is of great significance to

strengthen the detection of relevant indicators of patients.
[KEY WORDS] HbAlc; MAIb; Cys-C; DKD

B IR 9 B 9 (Diabetic kidney disease , DKD) {E
W DRI 5 i UL BB A8 T R 22—, S IR fR
T R E W PR A 40% 1 2
RUBE R S8 A B, 710 DKD 8 3% Joe 73R
W, W12, SERIRYT , A A fE MR, AR
K A2 H LZ L, DKD RN ZL kRS
SCY R bR AL B VDA O . Bk 2l H
(Hemoglobin Alc, HbAlc)AE A PFA b IR 1Y H 22
FEbR, TIZ I T R FE AR P A 58 T e 2
EFIAIRER . RiE B & H (Microalbum inuria,
MAIb ) {E Ay B sz e Ok 463 36 A s s, ZE LA
HhZ A iE AR S HOKSF 42 6 S DKD 915 i
KRFEYY . B ZE C(Cystatin C, Cys-C) S 541
JiL PR R AR BT ) A, s i/ NVE I, 5
B AE R A BRI DI e R ARSI 92
5 DKD 8 3 1 o #F 58 X5 42, 43 BT 8k & HbAlc,
MAIb . Cys-C £l 72 DKD H B2 W7 5 1% PEA
1, Bl .

1 M&E5F*

1.1 — R

PEHL 2019 4F 6 A 2 2020 4 12 A ABF=E G 1Y
92 {4l DKD &1 N7 5. 99 Abnife . OFT A
FEE I A IR M SE R =R A2, 255 W IR B
W QIE R FORL 8 8% ; OWFFT I 2 BEAAE I 5
e, Z I S E A R . HEBRbRiE : D&
RN DI RETT AR B PO R IR L s QA L0 =
HH OGS e 5 7 B S o e 37 41 B8 PR R IR T 3R
WL @ TS R E DR sz 8 @
e DR S Wi 17 ¢ B 58 L sl = ERA 1 . 55 48
], 2z 44 1], AR5 31~72 %, SR 4EHE (65.79+6.93)
%o MR PR AR P HEE 5 S P - 40 1) S
11885 (300 mg/24 h>pR A FHE %>30 mg/24 h) 15
A HA TS 21 ], 2019 ] AR IR 32~72 %P8
AR (65.71£6.12) %7 5 52 4 rh B B 40 Fe 3 (JR 1
H HHEEA>300 mg/24 h) A B 41, Horb 3 27 9],

2 25 B AR IE 30~72 %7, SF AR (65.9546.06) %
() 29 A 98 151 ) SIS [t 4 A2 e R (AR A 235 2R T4
VE R B4, B 52 B, L 46 1], 47k 32~70 %, -1
MY (51.13£6.06) % o & 4Rl — R L3 22 57 T
Geit2¢ i L(P>0.05)
1.2 kT ik

JITA WEFEN RIGTENE RS I ## DK I 5 mL
T Y 2R BE AL B L 45 3 000 1/
min &AL 10 min, B IE RS o 1l H 5%
BN E MR HbAle, WU & B TN T 4
Wy AR A R ) 5 2R U A 92 ST TG 2 A U
MAIb, 1205 & Hy 6 50 F 56 A A Y1 H R A R W
St 5 SR PR Ay e ik A I Cys-C 7K, 35
Gl ALt R BERAEY ARG RA AR, R
PRt K 0, 958 W2 B 32 A A ot 37 v S TR [ B (Total cho-
lesterol, TC ) . H il =i (Tri-glyceride , TG ) . /5 % &
fig & H A [& % (High density liptein cholesterol,
HDL-C) Ik % £ 5 & 11 JIH [ 5 (Low Density Lipo-
protein, LDL-C ) /KF-, 205 & 1 11 ik i A= Wi R4
AR 2 w4 A 5 >R FH A 4 W A Al AG: 0 2= 1 I b
(Fasting blood glucose , FPG) , i 5] & Hy I i 38 F
FHECA BR S R AL 5 i A 48 349 42 1250 5 A 2% P
M E U BIEAT, Lk A 4E . LDL-C>3.37
mmol/L M~ 5% F+ 57 FPG>6.1 mmol/L #i h 7
WL HbALe>6% 0 S # T s MAIb>30
mg/L (24 h) 8 545 7t 5 5 Cys-C>1.09 mg/L A1
KU T
1.3 Gitsorik

K SPSS 22.0 #AF AT e it o #r , R £ 0T
Logistic [A] 5534152 M R B3 I 2 B 1 fa 6z
K% ; K H ROC HhZ /1 & HbAlc MAIb ., Cys-C
SRR X AR PR RR A T R e ) O A AL
. ROC £k T i 1 (Area Under Curve, AUC) ; it
R (3 +5) 2o AR H] e K, 22 41 18] R H]
FRES s BT R A n(%) 3R, R g, DL P<
0.05 N 2ZEFA G F R Lo
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2.1 £4H HbAlc MAIb,Cys-C 7K H %

HbAlc.MAIb ., Cys-C 7K : B 21 >A 4>} I

H, =R AFEIT2FE L (P<0.05), WEIL,

=]

£1 HHAHLAIc.MAIb,Cys-C /KFELE (x+s)

Table 1

each group (x=s)

Comparison of HbAlc, mAlb and Cys-C levels in

215 n HbAlc(%)  MAIb(mg/L)  Cys-C(mg/L)
A 40 6.95+1.16° 81.33+21.75" 7.32+1.66°
B4 52 8.72+2.64°  173.52+43.62°  18.96+2.03"
XTHRZ 98 5.51+0.40 9.42+3.54 0.91+0.26
Fid 78.040 738.800 3192.50
P <0.001 <0.001 <0.001

SRR R, °P<0.05, 5 A 4 L #L,°P<0.05.,

2.2 Sy MR MR PR B I B Y AL D 2

A 21 LDL-C.FPG .HbAlc ,MAIb . Cys-C /K
BEMTBA, 27 WA% % E X (P<0.05),

LDL-C.FPG .HbAlc .MAIb.Cys-C N

IS4
57

M AR R

2.3 SEWAME PRI A IR ) 22 N R
LDL-C.FPG ,HbAlc MAIb , Cys-C /K- 5%
M) 3 R B O B Y ST A I I R (P<
0.05), M3E3.
2.4 HbAlc.MAIb.Cys-C /KX 8k bR % 3T &
B s 8 T
ROC M1 3#7 7% : HbAlc \MAIb  Cys-C =3
HRG R IN AUC {H f R 5 A I R SR 5 57 2 e g
(P<0.05), W34 K1,
Fz 4 HbAlc MAIb.Cys-C /KEFTHERFEEH L SHN
Y T 1B
the predictive value of HbAlc, mAlb and Cys-C
levels on diabetic nephropathy

Table 4

i Sk 3%
B T ”;W;ﬁa HUREE 455 f;& AUC  95%CI

HbAlc 2896  0.875 0.762 0.637 0.936 0.783~0.962
MAIb 30.25 0871  0.767 0.638 0.952 0.839~0.975
Cys-C 29.65 0.881 0.793 0.674 0.965 0.877~0.973
—“HIBA 3056 0896 0.839 0.735 0.956 0.878~0.986

BEIF R BRI R (P<0.05), W2, N T wan
Fx2 HMERFEEHLBFENEREZSHL(1(%), (vxs)] g0 C:fiiﬂ
Table 2 single factor analysis of diabetic nephropathy o ‘1
[(n(%),(xxs)] '
EES n=92 A% (n=10) B#l(n=52) il P& e
, <65 51 21(53.00)  30(58.00) E1 ROC #i%
FiR(F) =65 41 19(48.00)  22(42.00) 02470619 Fi R
; Foo48  21(53.00)  27(52.00) igure 1 ROC curve
a3l 0.003  0.956
7 44 19(48.00)  25(48.00) A
<24 53 22(55.00)  31(60.00) 3 itig
BMI(kg/m®) 0.197  0.657
=24 39 18(45.00)  21(40.00) L . .
g 5T 2GR0 316000 PEAOCHFFE o, E 18 %7 LA AR PR A8
fﬁ_ﬁ 3 17E43~00; 18E 35~00; a7 2002 41 429 FTHZE 2010 41 11.6%,
I 61 24(60.00) 37(71.00 . . ) . ) _
I 5 52 J& 31 16(40.00)  15(29.00) 1259  0.262 ENIGRIE e -2 ho 1-14'1&[0]0 BRI A PR
TC(mmol/L) 536+1.12  5.71x1.33 1338 0.184 RIS 22 | AN s TIREIR T, BE SR TS R 2 53
TG (mmol/L) 1.82+0.31  1.79£047 0349 0.727 ” e |
HDL-C(mmol/L) 123034 1412077  1.377 0.171 PEARIN T AR R i sl 72 A B A R
LDL-C(mmol/L)  3.16+0.92  4.85:1.16 7.561 <0.001 AL IR I IE & S RE , T B I 22, K i
FPG (mmol/L) 10.31+1.12  11.64+1.25 5290 <0.001 A gL e RIS )
HbAlc(%) 6.95£1.16  8.72+2.64  3.953 <0.001 2 %ﬁﬂj}é A HU'Imﬁ fﬂ%} JLINE o
MAIb(mg/L)  81.33+21.75 173.52+43.62 12.237 <0.001 98 & B, HbAlc /K- 5 , 80 & L2025 H &
Cys-C(mg/L) 7.32¢1.66  18.9622.03 29.461 <0.001 /D | FLE R R 3 HbA e KSR, 45 P 2
x3 ¥MBERFEEALSHENSEEZSN
Table 3 multivariate analysis of diabetic nephropathy
LALLIEES EIEES:: prfEid  Waldy'fH P ORfH 95%CI
LDL-C(mmol/L) (IE# vs 5% TH) 1.884 0.450 10.254 <0.001 6.579 2.724~15.894
FPG(mmol/L) (IE# vs 54 FH i) 1.758 0.358 9.854 <0.001 5.801 3.287~10.237
HbAlc(%) (IEH vs F8 FHi) 1.874 0.421 9.724 <0.001 5.641 2.632~12.091
MAIb(mg/L) (IE# vs S FHE) 0.893 0.325 9.846 <0.001 2.44 1.29~4.62
Cys-C(mg/L) (IEH vs 54 THE) 1.325 0.532 9.651 <0.001 3.762 1.326~10.673
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0 it 163495 2 0 L S M I A O B, 23 s AL A
HARE L W™, AWF5E T B 41 HbAlc B
Em T AL, AT UL 5 R I HbA e
FeRKFH B . Gubin %5 B 5T 45 ), HbAlc /K
5 , DKD S8 9% i 8™ 5, H HbAlc /KF 5
Bl B SR AE . RGN HbALe B AE A il I i
IR B R AR ) AR AR

AHFSE I A B WAL MAIb, Cys-C /K-
WEROE R AR, H B4 RE U, 38 MAIDb,
Cys-C 7/KF2 5 DKD B w it , 55 Beck S5 4
X W PRI B R AR AR bR KOG — B, Ak
WF5EHIE , MALb /K28 4k 5 5 4 3 4% DA G, 78
A ™ o s TR T v Y R R S 2
B 5T B, R 2 LR G 28 RS 5 e
MAIb 1EH—Fh R FHE T Z AR T b, wl
e H B fr [ A R VR R SRR T ) B b, ol PR B
F93 AN 38 o B /INER A B A DGR SE 45 H
W PRI A8 B R I RS A Bk A
HBBEALE Z 40, 2 T 8057 % 8 AR B
7= MALb; R, MATD 5 B /INeR- R0 4651405 % DT A
K, Cys-C J&— Ptk /N F 8 H L & H R
PR TA B PEAS S0 B 400 43 1 A 80 A= Ak dE b o De
Bruyne S527 3 HFGY LR, Cys-C TET il /NE 9 &
WA, T B /N AN 23 43 Cys-C, Cys-C 5 15 5%
K R, IR DKD & AR sk <7 fa e R %
PR LG A 1L 38 P Cy's-C 7K S il AL B /NBR 52 405 175
B, TR NERaE T R AR AR

AR5 4 £ N & Logistic [ 5 43 #T1 & 7~
HbAlc MAIb.Cys-C /K252 b IR 85 O &
ST SR PR o T R ] BB A PR R A TR PN e
I St A 0 A T A PR B T, AR L ] A ot 3
BT NER S R R N ER TR [RIR
B T A5 R A A () T PR S, 7 A A
AR 1, B U KPS, 24 TR B ) e i
F AN, it —2E A5 HbAlc \MAIb ,Cys-C 7K
SF-Xt DKD A2 Wi 8, A< SCR T ROC £ 1 7 i
58, 459 R BEA HbAle MAIb  Cys-C &l T 1 F2
R FES U R . PR =R
XF 2 W DKD HA7 E 225 3, I PR T 38 i e 2
TidghrE e DKD B2 E .

Zi b ik, B¢ 4 HbAlc. MAIb, Cys-C 4 1l
DKD B & ZWi i = , HoK P ARk 5 /8 5 Tl %
YIAHSE , s B3 A A8 ARG I 2 B2 7

&% 3k

(L] U, SRR, XUBH, &5 PR B MR IEE A fE 35 PN B AT
AT, PR LL A A IR KT AR L R T KR 43 (],
fRRZERE 252455, 2020, 32(3) : 73-78.
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(3] FRRWE, & ML R B2 R 5 hs-CRP 7 & ik ]
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The expression and clinical significance of CXCR4, RGS4 and RAGE in patients with pe-
diatric nephroblastoma
HU Chuanbing*, HAN Nuan, YU Baohua, TIAN Junyan, SUN Jinsong

(Department of Pediatric Surgery, Affiliated Hospital of Jining Medical College, Jining, Shandong, China,
272000)

[ABSTRACT] Objective To analyze the expression and clinical significance of CXCR4, RGS4 and
RAGE in patients with pediatric nephroblastoma. Methods 98 patients with pediatric nephroblastoma who
were admitted to this hospital from June 2015 to June 2020 were selected. Wilms tumor tissue collected from
surgery was included in the study group, and normal kidney tissue >5 cm away from the edge of the tumor
were selected as the control group (73 cases without cancer cells were finally included after pathological
screening ). The expression levels of CXCR4,, RGS4 and RAGE in different groups were compared , and the in-
dependent risk factors affecting the prognostic death of patients with Wilms tumor were analyzed. Results
The high expression rates of CXCR4 and RAGE in the control group were significantly lower than those in the
study group, and the high expression rate of RGS4 was significantly higher than that in the study group, and
the differences were all statistically significant (P<0.05). The high expression rates of CXCR4 and RAGE in
patients with clinical stage Il to IV, poor prognosis tissue structure (UH) , and lymph node metastasis were
significantly higher than those in patients with clinical stage I to I , good prognosis tissue structure (FH) and
no lymph node metastasis (P<0.05). The high expression rate of RGS4 in FH patients was higher than that in
UH patients (P<0.05). The clinical stage Il ~IV, UH, lymph node metastasis, high expressions of CXCR4
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and RAGE, and low expression of RGS4 were risk factors affecting the prognostic death of patients with pedi-
atric nephroblastoma (P<0.05). Conclusion CXCR4, RGS4 and RAGE are abnormally expressed in pediat-

ric nephroblastoma tissues, and are related to the occurrence and development of nephroblastoma. Clinically,

the progress and prognosis of patients can be evaluated by detecting the expression of the threeindicators.
[KEY WORDS] CXCR4; RGS4; Pediatric nephroblastoma; RAGE
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Table 1 Comparison on CXCR4, RGS4 and RAGE expression between the two groups [1n(%) ]
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Table 3 univariate analysis on prognostic death in patients
with Wilms tumor [1(%) ]
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Table 4 Analysis of multiple factors influencing the prognostic death of patients with Wilms tumor
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Expression of PUMA and IQGAP1 in pancreatic cancer and their correlation with clinico-
pathology and prognostic survival

HU Huaiyuan*, XIA Yan, YONG Xiang, ZOU Ping, LIU Yan

(Department of Pathology, General Hospital of Wanbei Coal Power Group, Suzhou, Anhui, China, 234011)

[ABSTRACT] Objective To investigate the expression of PUMA and IQGAPI in pancreatic cancer
and their correlation with clinicopathology and prognostic survival. Methods From October 2016 to October
2018, 74 samples of pancreatic cancer tissue specimens and paracancerous tissue specimens 3 cm away from
the pancreatic tumor were selected from the patients with pancreatic cancer admitted to our hospital from Octo-
ber 2016 to October 2018. The expressions of PUMA and IQGAP1 in two tissues were compared. Its relation-
ship with pathological characteristics was explored, 74 patients were followed up for 2 years to understand the
2-year survival rate of patients. The ROC curve was used to analyze the 2-year prognosis of patients with differ-
ent PUMA and IQGAPI expressions, and the logistic regression model was used to analyze the independent
risk factors affecting the 2-year prognosis of patients with pancreatic cancer. Results The positive rate of PU-
MA in pancreatic cancer tissue was significantly lower than that in normal tissues adjacent to cancer, and the
positive rate of IQGAP1 was significantly higher than that in normal tissues adjacent to cancer. The differences
were statistically significant (P<0.05). In patients with TNM stage Il~VI, lymph node metastasis, and moder-
ate-poor differentiation, the negative rate of PUMA was higher than the positive rate of PUMA, and positive
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rate of IQGAP1 was higher than the negative rate of IQGAP1, and the difference was statistically significant

(P<0.05). In the 74 patients with pancreatic cancer, the 2-year survival rate was 16.22%. The mortality of pa-

tients with pancreatic cancer and negative expression of PUMA and positive expression of IQGAPI was higher

than that of patients with positive expression of PUMA and negative expression of IQGAPI, the difference was

statistically significant (P<0.05). Survival analysis showed that PUMA (positive expression) and IQGAPI (neg-

ative expression) had longer survival times, and Keplan-meier survival curves were significantly different (P<

0.05). TNM (stage Il ~VI), lymph node metastasis (yes), degree of differentiation (medium-poor differentia-

tion) , PUMA (negative expression), IQGAPI (positive expression) are independent risk factors affecting the

prognosis and survival of patients with pancreatic cancer (P<0.05). Conclusion PUMA negative and IQGAP1

positive are risk factors that affect the prognosis and survival of patients with pancreatic cancer. Clinically, the

expression of both can be strengthened to evaluate the progress and prognosis of patients with pancreatic cancer.
[KEY WORDS] PUMA protein; IQGAPI protein; Pancreatic cancer; Clinicopathological features

TR A A — o O 1 AR A R P R L AR R
ZWJE 25, BRI RIGIT R DL PRI e
LORYT B H B Tz BAiR2 iR, &
BUEA AR o B R B A8 B i s i i ot
T g i 1 S 2 W R T B E 2 0 I R AN
. P81y ¥ % A (53 Up-regulated Modulator of
Apoptosi, PUMA) 2} P53 JE K Hifs S 20 il i 1~ 1) 1
BT, A B AT ZRL A K AT BE , MR T2 A
R, T R L g AR M b g b S R R
ik, 1Q 45 Fytk GTP i 4 7i% & 1 (1Q-domain GT-
Pase-activating proteins , IQGAPs ) J& & 1+ = i ik Jitf
AL AR W, IQGAPL 2 (A8 T HZ 5 bl 2
— B 25 . AR 1QGAP]
A o A S 3 B ) I R 4 B Y 1S B L ST
B, ARSCRFERTT PUMA (IQGAPT 25 [ 75 1 i
P TP I R AR KCH 55 PR B IS AR AR AR DG
BTSN

1 AR

1.1 — R

PEHL 2016 4F 10 H = 2018 4F 10 H A B i if
() 74 151 1 B AR S8 3 e i A bR A | g
M9 3 cm 19 S5 A AR AR %% 74y o Hoh 55 44
B, 2 30 1] 5 S H4E % (55.19+4.52) % 5 i H4%
&% KW 8.5 em, f /)N 1.8 cm s i g 437 T B ik Sk 3
W 39 ], for TR B HB 35 6. 44 AdnifE : OCT 4
A 2 7 B R R 05 2 T %, BOBURILAE )R o B
M, 9 2 R S R A B 12 o R R
JEU QW E ARG 2 B N EATARIA TETF AR Y]
B s AR A #2322 b B AT S5 BRI . HEBR
B : DA A MR | B 7R 25165 BRI & | RORS

B A T BL B IR YT A 5 Qs BEAG A 45 1 Ry e i 4
PE IR 5 PR J i 9 6 13 K i 1 1 [ 2k U
Ho AMRAEREEOHEZE L StEES, 2
RE KRR B ARG FES,
12 FHik
1.2.1 FpAREE

PUMA |\ IQGAP1 #p A ¥4 28 F i [ 7 | A7 B8 4
M YA \DAB A5 W AR E Y L BN
KW IR, A i A A PR A B, SR
o AL YL (7546 11 PUMA  IQGAP1 s 15 3 .
1.2.2 &5

PUMA J¢ IQGAP1 % 2 si FEHUAR Y R W [ 3¢
[ Epitomics 23 7] . DAB . {571 K it 218 7] & %
B At s A2 SN B R AR AR . L3 [HjE
KU R ML F AR it
1.2.3 Z5RHAE

BH P45 A 52 . PUMA M IQGAPI & 11 L 8,
PHPEAS 5 AR el (o, L T IO sl i . FHME:
AT 0 43 TR, 1 43 - FEMEAIIE<10% ,
2% BN 10% ~50% , 3 43« B4 40 S 50% ~
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1.4 Geiteirik

IV SPSS 21.0 # A AT Ge it~ o A s 4 Bt
BEUA (x 25) Fow , Z AR B 3R 5 2508, 3
W5 FE R LSD-t K 56 5 THECRE R n (%) 77 R
H 5 #6555 % FH Kaplan-Meier 4= 7743t #il 5 , {8 F
tarone LA FEATRE S LA P<0.05 A Geil2em X

2 #HR

2.1 PUMA }% IQGAPI 1E AR ZH 4 P il 35k
B J g 2H 2 TP i PUMA B 2% i 351G T 55
41, IQGAPI fHME R B 3/ TR s 8, 2518
HY it L (P<0.05), W1 K1,
%1 PUMA R IQGAPIEARBHARHRIE [n(%)]

2.2 JHMRIE 4 4P PUMA IQGAPI % H %1k 5
I PR 9 BELRRAE 119 G R

TNM 4388 W~ VI Ak 5578 s
JE Ry v A1 A3 Ak B T IR R AR PUMA BT 56
IQGAPI T 5 (P<0.05) . W3 2,
2.3 JHYE B E R PUMA IQGAPI ik (1 15
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74 BRI R 2 A AEAE R 16.22%, PUMA
PR3k (IQGAPI FHE 2 15 1) JB i £ 5 AE TR
= T PUMA FHPE 235 (IQGAPI BRIk A B,
ZRAGIFE L (P<0.05), L33,

*®3 FERREEE PUMA.IQGAPI RixWFEIER (n(%)]

Table 3 prognosis of different expression of Puma and

Table 1 expression of Puma and iqgapl in different tissues iqgapl in patients with pancreatic cancer [n(%) ]

[n(%) ] PUMA IQGAPI
A n

i . PUMA IQGAPI [ FH [ FH 4

- FH 1 Bk B {55 AL 120 12(100.00)  0(0.00) 9(75.00)  3(25.00)
JRARERALIZY 74 23(31.08) 51(68.92) 54(72.97) 20(27.03) BT 62 39(62.90)  23(37.10)  11(17.74) 51(82.26)
SO 4l T4 47(63.51) 27(36.49) 34(45.95) 40(54.05) 71 6.459 16.713

P! 15.613 11.212 PAH 0.011 <0.001

P{H <0.001 <0.001

2.4 AAfEMhZ st

PUMA 5B F2iEBHM: )2 IQGAPI =ik
Pk IR BV A A AR E] 43 501 R (9.12+1.18) A
(16.25+1.58) A . (17.40+2.70) A . (10.70£1.60)
H o A 47501 B8 PUMA (235 BHE ) . TIQGAPI (55
KB FH A K, Keplan-meier A= 77 i ¢ HH
WA (P<0.05), WK 2,

TE:A B N IQGAPI [l [HIEFEIL; C.D N
B BREREAAREANLEERE (SP,x500)
Figure 1 immunohistochemical staining of pancreatic

carcinoma (SP,x500)

x2 BREREALAH PUMAIQGAPI EBHRIZSIERFEIFENKE (n(%) ]

Table 2 Relationship between puma, iqgapl protein expression and clinicopathological features in pancreatic cancer [1n(%) ]

B R 1%k PUMA - IQGAPI .
I 2
(n=74)  BHE(n=23) P (n=51) B (n=54)  FPE(n=20)
(L) =65 48 18(78.26) 30(58.82) 5628 0.105 32(62.75) 16(80.00) 9755 0097
<65 26 5(21.74) 21(41.18) 22(43.14) 4(20.00)
FERI (1) i) 40 13(56.52) 27(52.94) 0,082 0.775 30(58.82) 10(50.00) 0181 0.670
34 10(43.48) 24.(47.06) 24.(47.06) 10(50.00)
4 - P .
TNM 431 [~ 33 18(78.26) 15(29.41) 15.300 0.001 30(58.82) 3(15.00) 0715 0,002
I~ Vi 41 5(21.74) 36(70.59) 24.(40.06) 17(85.00)
3 JEtE T, =N
W LEE T ik 45 5(21.74) 40(78.43) 21578 0.001 39(76.47) 6(30.00) 10918 0.001
o 29 18(78.26) 11(21.57) 15(29.41) 14(70.00)
AR ok 40 18(78.26) 32(62.75) 33(64.71) 7(35.00)
R (1 34 5(21.74) 29(56.86) 40150032 21(41.18) 13(65.00) L00T 0045
g K/ (em) =5 44 15(65.22) 29(56.86) 0450 0,498 32(62.75) 12(60.00) 0.003 0.945
<5 30 8(35.78) 22(43.14) 22(43.14) 8(40.00)
I AT NI
Jil g A0 SLEHR 39 15(65.22) 24(47.06) 0976 050 27(52.94) 12(60.00) 0585 0444
JRAAT 35 8(35.78) 17(33.33) 27(52.94) 8(40.00)
P2 .
R # 38 12(52.17)  26(5098) oo, 30(5885)  8(4000) o0,
7o 36 11(47.83) 25(49.02) 24.(47.06) 12(60.00)
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Figure 2 analysis of survival curve of patients with different

Puma and IQGAPI expression
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Table 4  univariate and multivariate analysis of prognostic factors in patients with pancreatic cancer

_— R ZE AT ZHZ 5B
OR1H 95%CI P{E ORH 95%CI P1E
AEIE (=65 % vs <65) 1.552 0.410~1.624 0.830
P (5 vs %) 1.610 0.567~1.598 0.705
TNM(II~VIH vs T ~ 1 #)) 1.714 1.517~1.94 0.028 1.258 1.467~1.339 <0.001
WRELZE GRS (2 vs 15) 1.688 1.385~1.756 0.001 1.368 1.231~1.992 <0.001
SRR EE (P -AI A4k vs & 401k 1.557 1.527~1.857 0.011 1.325 1.254~1.884 <0.001
Jif g /N (=3 em vs <3 cm) 1.587 0.485~1.685 0.254
Jiffga A, ( Sk 2003 vs AR ) 1.498 0.524~1.135 0.984
PERRAL (AT vs TC) 1.578 0.665~1.554 0.889
PUMA (B3R5 vs FHER TR ) 1.221 1.235~1.456 0.019 1.354 1.372~1.698 <0.001
IQGAPI(FHPERR X vs BIPERIK) 1.122 1.342~1.568 0.001 1.647 1.247~1.654 <0.001
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St 7 P i e afn, % 1 .8 ABCD2 V143 15 A4 miR -
450b-5p KPR &

BRSO Kmkyr WFAE RLE LA

[ ZE] B OF B m & 75 (TIA) B ABCD2 435 4N & miR-450b-5p 7K (1) 5&
., Ak EEEMN T AR EERE 2017 4E 1 H 2 2019 4F 6 H 127419 142 4] TIA B FEVEN TIA 4, 55 3
133 9 [v) 390 A e ARG (%) it B AR A Sk LB, G 1 £H A MR miR-450b-5p /K-, i34l ABCD2 14345 TIA
BES MG P E AR G, 4 2H miR-450b-5p 7K, 438 miR-450b-5p 7K V-5 ABCD2 $E43- 1)
AN, HBAEBUS B# ABCD2 PE/3-5 AMBMA miR-450b-5p /K-, 31 i3 ROC Hi £k /M Wi %) FHiE
NN E, R TIA ZHIMBK miR-450b-5p Fik KT LA X B2, 22 577 G4 L (P<0.05) o
ABCD2 1143 : & fa 2> fi 2H >R G 2, 44 miR-450b-5p 235 7KF g M2l <h a2l <R M2 L 25 S 3947
Biiteg i L (P<0.05) . SN miR-450b-5p /K15 ABCD2 143 5 i AH X (r=-0.611, P<0.05) . Fil & R4
21 [ ABCD2 W53 W AR T HUn A B4 , M IA miR-450b-5p /K F-W Wi THUG A R4 , 2 F 96 5t #
B (P<0.05) . #M A miR-450b-5p B4 ABCD2 P41 TIA TG 1Y AUC 4 0.819, BH i KT i 3 ol
Kl (P<0.05) , P A TN 1 GUERE  84.21% , R 521N 69.27% . 4518 TIA 3 M miR-450b-5p
FIRKF- ABCD2 P42 TAHSE , W KF- T s vl 3 m TIA BE R AR .

[kgR]  FR B0 % AF; ABCD2 -4} ; miR-450b-5p

Relationship between ABCD2 score and exosomal miR-450b-5p level in patients with tran-
sient ischemic attack

QIAN Layan*, WU Xiaofang, LIU Yanlong, FAN Qi, MA Long

(Department of Neurology , Bozhou People ’Hospital, Bozhou, Anhui, China, 236300 )

[ABSTRACT] Objective To study the relationship between ABCD2 score and exosomal miR-450b-
5p level in patients with transient ischemic attack (TIA). Methods 142 patients with TIA (TIA group) and
133 healthy individuals (control group) were enrolled in this study between January 2017 and June 2019. The
exosomal miR-450b-5p levels in the two groups were detected. According to the ABCD2 score, patients with
TIA were divided into the low-risk group, the moderate-risk group, and the high-risk group. The miR-450b-5p
level was compared among the groups, and the correlation between miR-450b-5p level and ABCD2 score was
analyzed. The ABCD2 scores and exosomal miR-450b-5p levels of patients with different prognosis were com-
pared. The prognostic value of the two indicators was analyzed by the ROC curve. Results The expression
level of exosomal miR-450b-5p in the TIA group was significantly lower than that in the control group (P<
0.05). ABCD2 score decreased in order, while the expression level of exosomal miR-450b-5p increased in or-
der of the high-risk group, the moderate-risk group, to the low-risk group (P<0.05). The miR-450b-5p level
was negatively correlated with the ABCD2 score (r=—0.611, P<0.05). The ABCD2 score of patients in the
good prognosis group was significantly lower than that in the poor prognosis group, while the exosomal miR-

450b-5p level was significantly higher than that in the poor prognosis group (P<0.05). The AUC of exosomal

EATE F—IZ N T EEALIT R B (bzze2019016)
Ve B4 N AR E AT 2 A AL, e, & M 236800
*IBASAE AR %, E-mail : Lizzy.qian@163.com



NTEWi SR T 2021459 4 45134 4591 J Mol Diagn Ther, September 2021, Vol. 13 No. 9 - 1521 -

miR-450b-5p combined with ABCD2 score to assess the prognosis of TIA was 0.819, which was significantly

greater than that of the two alone (P<0.05). The sensitivity and specificity of the two combined prediction

were 84.21% and 69.27%. Conclusion The expression level of exosomal miR-450b-5p in TIA patients is neg-

atively correlated with the ABCD2 score. Elevated miR-450b-5p level and ABCD2 score indicate a poor prog-

nosis in TIA patients.

[KEY WORDS] Transient ischemic attack ; ABCD2 score ; miR-450b-5p

S 7 PR Bk Bk 1L &% AF (transient ischemic attack,
TIA) S FEFE— 2 HF (] P & A Bt it [] Bk ST sk 2 fit )
JER , RERFF LR [B] 4, — B 1~24 h Y RIA] K 2 I
B AR, IR IR Z LA 50% 1 TIA B35
TE R 9% 5 1) A8 h [N 3 Ji& Sy ik ifn 4 2% (ischemic
stroke, IS) , A = GRS 280 . B2 W fn
IRYT TIA X T3R5 IS By A4 A B2 X . miR-
NA TE M BB MR 25 2 Fhops vh BT B2
AR, BEAEIFSE & L miR-450b-5p A 55
Jifges et R R VIR G , i85 5 Z R S AEPEBR"
Huang 25 A "WF5% i 7% miR-450b-5p i1 47H] oB-fi
AR P ] i AR B PR 45 . Luo 558 ™ 38 i
AW EL2F T 2 PR miR-450b-5p AT P45 {5 530
TEPERCAR R ZH 2B A A i e, XA DA
SURAE TR . R, AR 1 WA [ fE K
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1.1 — R
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it P H SR A5 A 4 R BRI s OBR AT AE
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I A GE A 1) 133 i e A AR xof HR A, Ho 55
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Ty 25 (F R ) 438, i — 25 W R LR ) LSD- K
5. ABCD2 145 /M A miR-450b-5p 7K~ #H 3¢
4>k ] Pearson AH5& 70 #T . ABCD2 P43 |\ Zh b &
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28 TAEFRRE (ROC) B 43 #1 5 L ROC Hh 2k
T HEFUE (AUC) Jx W1 &4 B , AUC {E 19 HL 48R
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(0.98+0.34) , ZRA G245 X (1=10.134,P<0.05) .
2.2 ARG 4> B F ABCD2 43 Fil &b s {4
miR-450b-5p 7K H 4%
ABCD2 P41 : mfa > fE >R fE 41 b
& miR-450b-5p K k7K - i A 4l < i 4 <K&
H, 27 HARTFEL(P<0.05), W&,
K1 AEREDHKEE ABCD2 IS F5 B miR-450b-
Sp K FELEE (+s)
Table 1 ABCD2 scores and exosome miR-450b-5p levels in

patients with different risk classification (x +s)
A4 n ABCD2 1143 (43)  AMIA miR-450b-5p

KB4l 46 2.22+0.63 0.84+0.26

hfad 67 4.46+0.52" 0.65+0.19"

mfEA 29 6.41£0.50" 0.31£0.12°
FAii 530.298 59.678
P1E <0.001 <0.001

T SIE4 LA, P<0.05; 5 T fE2H LLEL, P<0.05,

2.3 ABCD2 i1 55MNIMA miR-450b-5p 7K FAHICHE

AR A4 miR-450b-5p /K5 ABCD2 43 1 1
A5 (r=—0.611,P<0.05) ,

2.4 N[E G B ABCD2 PE 43 F A M 4K miR-
450b-5p 7K F-

FIT A R S R T AR A TC R AE A R
BB H A R HUE A R4 (n=38) M TG K44l (n=
104) . FilJ5 B 4741 ABCD2 ¥4 B AR T Fils
R4, ZMIMA miR-450b-5p KB & & TS5 A
R4, 258 A 518 L (P<0.05), WL3k2,

2.5 ABCD2 iT45 FIZM A miR-450b-5p 7KF- X i
J B T AN B

Hh WK miR -450b-5p BX A ABCD2 - 43 9Tl
TIA T (1) AUC 4 0.819, K T Wi % B K6 (P<
0.05) , P 06 & T00IN 1) S U B Ry 84.21% , R 52
H69.27% . W33 2,

x2 AEFEEHE ABCD2 E4F5M ik miR-450b-5p
KF (xxs)
Table 2 ABCD2 scores and exosome miR-450b-5p levels in

patients with different prognosis (x£s)

! n ABCD2 353 (43) 44 miR-450b-5p
W)E Rirdl 104 3.85+1.71 0.72+0.21
WEARA 38 4.90+1.38 0.43+0.18

i 3.400 7.555
P{H 0.001 <0.001
£ 3 ABCD2 L FSMBE miR-450b-5p 7K 34 7 f5 B
N E

Table 3 The prognostic value of ABCD2 score and exosome
miR-450b-5p level
KIS RES AUC  BRifERZE 95%CI PH

ABCD2 ¥4 0.652 0.048 0.558~0.746 0.006
miR-450b-5p 0.779 0.041 0.698~0.860  <0.001

B 0.819 0.037 0.747~0.890  <0.001
1.0
128 5
084 — ABCD2 4>
" --- miR_45b_5b
x 1 = — KA
Al — z%

0471

0.2 17 :

0 02 04 06 08 10
1-4F 5
B 1 ROC £k

Figure 1 ROC curves
3 1tk

H A PRI TIA (4 %955 5 13 8h ) 2428 4k
DL R Bk IR A 5%, J2 1S ISk ik, Hom &2
RN L] RS AR Rl A AE Y BRI 5T
TG A 0 T TIA W5 15 PEAL 7 AT A AE —
FERY R PRYE . [ N ANE A 2T 3 AN A
miRNAs 7] §8 5 TIA ) & 24 & e % U1 A o e
Luo %5 A"/ DL TIA K ECR X4, i3 — R 556 IE
5 miR-450b-5p XF T TIA K BEAG 5 & 12 Wi i
{BL, AT RE A KB TIA 9 A4 W 24 b i W B iR ¥ i
& {3 miR-450b-5p 7K V-5 A4 TIA 12 & i Ak
TRV TR B, B N AMEE AT 3B

B £ 17F 5% 2 W A0 6 4 J2: miRNAs (1432 25 /4 F1
B TR SRS LA T IR ik AL ZUR B
A4 5 R 2R84 A5 45 A A 1 pl B Il 4 R 3
PTRER . AWFF & B miR-450b-5p 7K F-7E
TIA B FEAI% , Luo 48 AR5 4 B TIA K
H miR-450b-5p 7KF- i AR . T BF9E 45 R AR
miR-450b-5p A G2 5 TIA [ & 4 K& it fEp , nf
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5 ABCD2 P45 34 [F] FH T TIA 359 1 oF J )
W TIA 5 IS M ERAH ], 5 AT AR AL 5 2 A= 2
IR IR TR R e ] N = R A e R
B PE VLA o 1B A58 % W] miRNAs 25 Tk
EL 200 6 1) T2 RN o3 Ak it B, T 2 5 I8 9 02 J
DR ()45 2 5 sk iy & AT TEARZ R
miRNAs H, miR-450b-5p 3 J& — 4> G 5 A 56
miRNA. Li %8 A58 3R W] miR-450b-5p 5%
T--kB (Nuclear factor-kB , NF-kB ) 3% ik 3 i 25 47) #H
%, H miR-450b-5p 7 5t [ iy 1Y FL 30 DL R AR AE L
WS B R AEAE T . T TIA HR 5 BRI e i 1) 2 24
I 5 9 B ke IR, A1t AR A B g R A= L 155 NF-kB
(TS, 25 TIA J5 RAE RN, i#F— 20 i =5 1l 453 43
() % AR HE TIA J 1 E R . Zhang 58 NN 5E
B miR-450b-5p # 3E RI 4 5 45 25 s L 3Rk
PRI L 20 RS BRE RS 4% 4k AR 4 - (transforming
growth factor, TGF) -8 {5 51 i \MAPK {5 514 3
A G T MAPK B ARAE SR R4 il Hi 5 s 1 OC
AR, TR A AU F 004 A K 5 400 P S S TR
JEE TR A0 T LA R SR AR A0 45 2 5 | Ak K i
r gy Jik BEL BT S R I R P A R R R
ABCD2 432 BLFT B i F A 5000 TIA #F &4 IS X
W DL RS DA TR, B PO SRR 205 5%
A5 AR HPAR PR bR ARV SO BEA R 2 A4k
AR i B AR 52 ABCD2 P43 T TIA i 1%
FEAE—E MR BRI o ARFSY LA R AN R 305 1 7
Ay4H 455 R ANMA miR-450b-5p BE4A ABCD2 i
I3 VTAL TIA WS (9 AUC BH S K F 5 3 B phis
P I A T A RO Ol 84.21% , R S B
69.27% , $& 718 AN WA miR-450b-5p 7] 5 ABCD2 ¥
SYERE N TIA B TS BN — 2 2%

25 LTI, TIA B SN IMA miR-450b-5p ik
JKF-5 ABCD2 PF-43 5 A O , T & 7K T i 1
MR TIA BE TS AR o (HA R AE
Gy IR R Z A FEAR S A D B T BEAEAE — 5 19
& , 5F miR-450b-5p 7E TIA % A4 % FE v 5 15 1) £
8 LA S L BRI VR FIBLEIATS A 1 Tk — 20 5%

&% 3k
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(¥ E] H® S04 K% (TOR) V&AM K G & A M2 & 5(LGRS) M IRiA
JEU i M1 (RRM1) 7E3E /N AL 83 (NSCLC ) Hr ) 3638 B e it e h PR FE T . a3k 1EH 201548 1
AZE20184E 1 J TAMWEE Z AR ERESZ K 97 4] NSCLC 3%, BT A 5 AR v o il 98 40 41
(NSCLC 4) K HE B 4 40 5 om Ab g 25 2L (i FRAH ), LA R Rl 4H 40 TGR {H J2 LGR5 .RRM1 [ 321k 1%
B A MR NSCLC 8 3% 15 AL A7 i A5G I % & TGR \LGR5 \RRM1 X BB H WG LA . &R
NSCLC # LGR5 1% K RRM1 B 15 T B4, 2% F30F Geit2E 75 X (P<0.05) . Hksr4k  T+1V
WA kS5 R A0 H TGR T % LGRS B PR B RRM1 FEM: % T 204k 1+ 11 & ek 454240
B ESAGIFE X (P<0.05) . Kb T+IV G k454290 \TGR T \LGR5 1 K RRM1 FH
P 3K Sk FE M NSCLC 8 3 TS A2 A7 19 3 ST fE 6 P &K (P<0.05) . TGR \LGR5 . RRM1 FI00 K B A5 K
AUC 435114 0.820,0.715,0.821 ,0.905 , %5 br AUC LAIE & A6 5% K (P<0.05) . TGR F&AI% LGRS [HEZH
Fe RRM1 B4 20 - 221 77 1] K T TGR T L LGRS M40 . RRM1 FAPEZ , 22 5 AT i34 35 L (P<
0.05), £ TGR.LGR5 .RRMI 5 NSCLC ZhiillJ& W5 84 & E e &R, vl V5 Wi (B 38 05 A 77
B0 a5 0 R B R T B VA A

[X$2iF] TGR; LGR5; RRMI; JE/Ni i fififi

Evaluation of TGR and LGRS combined with RRM1 detection in the progression of non-
small cell lung cancer

LI Qi', WANG lJiling’, CAO Rongjuan’, LIU Xiuzhen', MENG Xiangyun'*

(1. Department of Pharmacy , Hefei Second People’s Hospital, Hefei, Anhui, China, 230011 ; 2. Department
of Respiration, Hefei Second People’s Hospital, Hefei, Anhui, China, 230011; 3. Department of Pharmacy,
Hefei People’s Hospital , Hefei, Anhui, China, 230011)

[ABSTRACT] Objective To analyze the expression of tumor growth rate (TGR) , Leucine-rich re-
peat-containing G protein coupled receptor 5 (LGR5) and ribonucleotide reductase subunit M1 (RRM1) in the
evaluation of disease progression of non-small-cell lung cancer (NSCLC). Method 97 NSCLC patients treat-
ed in this hospital from January 2015 to January 2018 were selected. Fresh lung cancer tissues (NSCLC group)
and adjacent tissue 5 cm from the cancerous tissues (control group) were taken from all patients during the sur-
gery. The TGR value and the expression of LGR5 and RRM1 in different tissues were compared. The relevant
factors that affected the prognostic survival of NSCLC patients and the effects of TGR, LGR5, and RRMI on
the prognostic survival of patients were analyzed. Result The negative rate of LGRS and the positive rate of

RRMI in the NSCLC group were higher than those in the control group, and the differences were statistically
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significant (P<0.05). The rate of TGR elevated, LGR5 negative rate, and RRM1 positive rate in poorly differ-
entiated, stage I+IV, and lymph node invasion was higher than that in well-differentiated, stage I +1II and
no lymph node invasion, the difference was statistically significant (P<0.05). Poorly differentiated, stage I+
IV, lymph node invasion, elevated TGR, negative LGR5 and positive expression of RRM1 were independent
risk factors affecting the prognosis of NSCLC patients (P<0.05). The AUC of TGR, LGR5, RRMI single de-
tection and combined detection were 0.820, 0.715, 0.821, 0.905, respectively, and the AUC of the combined
detection was the largest (P<0.05). The average survival time of TGR decreased, LGR5 positive group and
RRM1 negative group was longer than TGR increased, LGR5 negative group, RRM1 positive group, the dif-
ference was statistically significant (P<0.05). Conclusion TGR, LGR5, and RRM1 are closely related to

NSCLC disease progression and prognosis, and can be used as molecular markers for predicting patient surviv-

al and potential targets for tumor therapy.

[KEY WORDS] TGR; LGR5; RRM1; Non-small cell lung cancer

i g8 A= K 3 K (tumor growth rate, TGR) J& /T

AR LR B — PR BUEE AR L e 3 A5 UL S i e gk
JRE 5 A WEIEE AT ST A . W A SR

MR 19 G & FH H 8K 52 /& 5 (Leucine-rich repeat-con-
taining G protein coupled receptor5, LGR5) f& %
i TR AR S, SR A K REE
AN R ARG, AR A IF 5T 4 B LGRS fﬂﬂﬂé“atiﬂﬁz
A FRY ) AR A R M1 (ribonucleotide re-
ductase subunit M1, RRM1) {E b # R VI k18 &=
1) PR Al , o — R B P, S Rk S AR/ Al
i il %58 (Non-small-cell carcinoma, NSCLC) 1% %k
R 2 B EINA BEIRR T ARk
E LGR5 . RRM1 7 NSCLC H (1 8 S Je i I A
By 3 Al L, UE — 20 BF5Y TGR 5 H B A K I 7F
NSCLC # J&& i PPAl /R AT, BE anF

1 BEREFHE

1.1 — R

PE 20154F1 H £ 201841 H FA RS A
R EEBEREIZ Y 97 5 NSCLC B, AR : O
LUREL2EI2WHIE I AR /Nt £ @3
WIVIRTT B R s O TR 1 DT 5 kL S A% 27
1% HEBRARE : DL IR K B R A ™ BRI ;
QB IR MAE NN 55 IR RGO & s QMR
BRI IO 4. BUITA R AR o e iR 2 2 R
Xof IR S5 4 20 (HE BB ZH 2L 5 em AR ) BRAS , 20 SHE A
NSCLC 4 FIX R . AHFIE 2 BB B2 AR PR 51 2%
e, Z R E R B A E A R A
1.2 Rk
1.2.1 TGR

it PR A R R HF TGR ' : TGR=100

[exp(TG)-1], H 1 TG=3log (D¥DO0)/t, DO . Dt 43
R £ K5 1 T ROVE A B G kB K B AR
SO, € Ry 2 U R DF-Ak RD B A e R, AR ST A
S AR 1) T7 A PE Bk ME (Response Evaluation Cri-
teria In Solid Tumors, RECIST) "' #5 #i il & # J5
Kb, HEBR 5 e i AAE AE A #0E 5 kE Can A iy s AR
WS i 7% ) B 1 T SOV B B & e A
MR . I 2 BRVE R AR i 4 4% 3] TGR #x
R W7 23 9.74, LU S 43 O TGR T &5 Fil
TGR FEAK .

1.2.2 LGR5.RRMI

1221 EZLH] bt A LGRS Z i SR A
2% [# Epitomics /3 & ; RRM1 —$ifr ik | —Hi 1 S-P
B g2 2 A0 6 W B AR R AR R R T R AR

/\—

o]

1222 RAEHLE2ERI S 3 mm JBE ) A 85 2H
,/\ﬁJHéé:EﬁzI:EM%,WEZ@%MtO (UNGATE
3% 321 A Ak S Ak B BH W P U P AR B L 0.01
wmol/L #7152 12 £k 2% vl & (pH 1H 6.0) =5 He /K ¥
PO PUFEE 2 min, JiT 50 3 % 4 10 & E
1, BEWT AR R e, o i AR $T AN LGRS £ 50
BEPLiAR (1:150) 5 RRM1 — BT HLAR Ky —H, K6
LGR5.RRMI,

1.2.2.3  ZESR A EARMED . RRMI LA it 5% 52 45 %
0 R BHE , LGRS BH P 22 45 1R 8 (0 0 (0 5l A
M, R8T B B A2 R, BRI B R
(ATH)VEAY :<25% 7 143, 25%~50% N 2 53, >50%
R348 s Yt i B (B D) W AN E R 0 48, AR
BN 140 AR 2 50 AR A 3 0. PR
TH3 0 S BER BRI INAL 385, A 3 55RO SR B
PR, AR M
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1.3 BHVIH L

SR e NS I Rl o A s A Vi
ghe N 3 4R IR T 2021 4E 1 A L BEV R TR
EPURFE KB E AN E, BVIR R 100.00% .
1.4 Gi0rik

K H SPSS 22.0 B AT G143 AT, THEUF R
Phn(%) 3R AT R s Bl D (x £5) FoR
1T t K 56 5 5K FH £ JC Logistic [8] 5 4387 52 Wi 7l 5 A=
TEIFERS 2 |, 2R I ROC Hh 843 B A ] 5 5 11 15

Wy 18, 22 ] Kaplan-Meier 4 47 il £k W 5% TGR |

LGR5 . RRM1 X} & & il |5 A= A7 1) 52 i 5 L) P<0.05

HESAGEI R,

2 #®#R

2.1 P4 TGR .LGR5 .RRMI FE k5 L
NSCLC 2 LGRS5 B 1E 2 & RRM1 FH M R 5

TR, 225 BA G L (P0.05), W
x1.

%1 ™4 TGR.LGR5 . RRM1 RiX1ERLEE [n(%) ]
Table 1 expression comparison of TGR, Lgr5 and RRM1 between the two groups [1(%) ]

TGR LGR5 RRM1
21 51 n - .

Tt = FEA% FHE 5 [H- B
NSCLC 4 97 85(87.63) 12(12.37) 14(14.43) 83(85.57) 84.(86.60) 13(13.40)
X HE2H 97 91(93.81) 6(6.19) 7(7.22) 90(92.78)
Pl 123.085 122.717
P{H <0.001 <0.001

2.2 TGR.LGR5.RRMI #ik5 NSCLC H #Jk Fl
SR e
s E  TT+IV 3 A ik EL 25 4298 & TGR T

5% LGRS FAEZ M RRM1 FHMERE T 51k .
[+T R B EILE, ZR B ASITFE X
(P<0.05), W#2,

%2 TGR.LGR5.RRMI Ki£A 5 NSCLC EEFESHAEERME (n(%)]
Table 2 Correlation between expression of TGR, Lgr5 and RRM1 and pathological parameters of NSCLC patients [1(% )

% TGR LGR5 RRM1
WS (n=97) K MEE FE PE HME i y1E PE P M PE

"= (n=85) (n=12) (n=14)  (n=83) (n=84)  (n=13)

A (% <60 42 37(88.10) 5(11.90 6(14.29) 36(85.71 36(85.71) 6(14.29
(%) ( ) 5 )0.015 0.903 ( 3 ) 36( ) 0.001 0.971 ( ) 6 ) 0.050 0.823

=60 55  48(87.27) 7(12.73) 8(14.55) 47(85.45) 48(87.27) 7(12.73)

5 2 62(86.11) 10(13. 11(15.28) 61(84.72 2(79.17) 15(20.8:
il E 72 62(86.11) 10( 389)0.594 0.441 (15.28) 61(84.72) 0161 0.688 ° (79.17) 15¢( 85)0_727 0.304

& 25 23(92.00) 2(8.00) 3(12.00) 22(88.00) 22(88.00) 3(12.00)

HAUMEER 52 41(78.85) 11(21.15 13(25.00) 39(75.00) 10.13 41(78.85) 11(21.15
ASUMREL Ao ( ) 11 )7.976 0.005 ( ) 39( ) 0.001 ( ) 11 )5.803 0.016

FRsME 45 44(97.78) 1(222) 1(222) 44(97.78) 5 43(95.56) 2(4.44)

I BRI R KM 32 27(84.38) 5(15.62) 4(12.50) 28(87.50) 28(87.50) 4(12.50)
i 30 27(90.00) 3(10.00) 0.497 0.780 5(16.67) 25(83.33) 0.219 0.896 25(83.33) 5(17.67) 0.415 0.812

WERAIAEE 35 31(88.57) 4(12.43) 5(14.29) 30(85.71) 31(88.57) 4(12.43)

TNM 4311 [+1 68 56(82.35) 12(17.65) _ 13(19.12) 55(80.88) 52(76.47) 12(23.53)
5.747 0.017 "1 4.042 0.044 3.886 0.049

m+1v 29 29(100.00) 0(0.00) 1(3.45) 28(96.55) 28(96.55) 1(3.45)

P 42 B 9- < < B 5

Jil g fme K A% >5cm 37 33(89.19) 4(10.81) 0134 0714 5(1{>.51) {>2(86.49) 0.041 0.840 31(83.78) 6(16.22) 0,408 0.523

<5cm 60  52(86.67) 8(13.33) 9(15.00) 51(85.00) 53(88.33) 7(11.67)

A 50  43(86.00) 7(14.00 6(12.00) 44(88.00 41(82.00) 9(18.00
AR st fi ( ) 7 ) 0.253 0.615 ( ) 4 ) 0.495 0.482 ( ) 9 ) 1.880 0.170

G 47 42(89.36) 5(10.64) 8(17.02) 39(82.98) 43(91.49) 4(8.51)

W4 33 32(96. 3.0 3.03) : 9 32(96.

LR f 33 32096.97) 1(3.03) | o0 1(3.08) %2(96 D <66 o0zo 3209697 1303) o

Jc 64 53(51.56) 11(48.44) 13(20.31) 51(79.69) 52(81.25) 12(18.75)

2.3 W NSCLC & WG A fE s 2 N & R 2 (P<0.05) ., W33,

Gaii

HEPEVTSE A, 97 ) NSCLC & 17 59 191,
BT 38 1), BET- 3 K 39.18% , &K /r4k  M+1IV
W] A 2R IE . TGR F+ 7 .LGR5 B4 & RRM1
BH 4 2 35 4 S NSCLC #2 25 1Um A 77 1 8 ST 1

2.4 TGR.LGR5 B4 RRM1 K Il 7 75 1] NSCLC
BE TG A PR E S B

TGR .LGR5 . RRM1 HL351 JZ X A 4 ] AUC 43
4 0.820.,0.715.,0.821,0.905, 4% #& b5 AUC LLEE
BRI K (P<0.05), WFE4. K1,
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Table 3 univariate and multivariate analysis of prognostic factors in patients with NSCLC

- AP b EAuEviv
i OR1E 95% CI P{H OR1H 95% CI P
W R s vs JE) 1.675 1.028~2.729 0.038 1.279 0.927~1.764 0.194
ARSI+ vs M+IV) 1.306 1.018~1.675 0.046 1.679 1.088~2.648 0.031
LR (IR vs 1m0 1E) 1.799 1.309~2.471 0.035 1.751 1.213~2.526 0.009
WRELESRAL A vs >T0) 1.837 1.196~2.821 0.020 1.806 1.173~2.779 0.007
TGR (F} 55 vs FEAIR) 1.943 1.218~3.097 0.013 1.916 1.237~2.966 0.001
LGRS (B H: vs BHH:) 1.962 1.183~3.253 0.012 1.701 1.008~2.870 0.010
RRM1 (fHYE vs BAME) 1.853 1.017~3.376 0.019 1.808 1.116~2.928 0.004

#&4 TGR.LGR5.RRMI BT K Bk & 4 il 7K T 3 L)
NSCLC &g £ 7NN E
Table 4 predictive value of TGR, Lgr5, RRMI single and
combined detection levels in predicting prognosis and
survival of NSCLC patients
BT SR BB A AUC oscr P
TGR 9.740  0.743 0.806 0.820 0.717~0.898 <0.001
LGR5 9.061 0.814 0.853 0.715 0.595~0.807 <0.001
RRM1 10.726  0.787 0.827 0.821 0.728~0.906 <0.001

TGR+LGR5 .
11.872 0.928 0.863 0.905 0.846~0.969 <0.001
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Figure 1 ROC curve
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Evaluation of NGAL, KIM-1 combined with peripheral blood Th17 cell detection on the
prognosis of patients with sepsis and AKI
YANG Huobao'*, LIU Jinsheng®, ZHENG Caifa'
(1. Department of Critical Care, Fujian Medical University Provincial School of Clinical Medicine/Fujian Pro-

vincial Hospital , Fuzhou, Fujian, China, 350001 ; 2. Gastrointestinal Surgery, Fujian Medical University Pro-
vincial School of Clinical Medicine/Established Provincial Hospital , Fuzhou, Fujian, China, 350001 )

[ABSTRACT] Objective To analyze the value of neutrophil gelatinase associated lipocalin
(NGAL), kidney injury molecule-1 (KIM-1) combined with peripheral blood Th17 cell detection in assessing
the prognosis of patients with acute kidney injury (AKI) caused by sepsis after continuous renal replacement
treatment (CRRT ). Methods 69 patients with AKI caused by sepsis who were treated with CRRT in this hos-
pital from January 2019 to March 2020 were collected and set as the observation group. In addition, 68 pa-
tients with pure AIK treated with CRRT in this hospital during the same period were selected as the control
group. The patients in the AKI group were divided into groups according to the severity of the disease, and
evaluated by the Acute Physiology and Chronic Health Status Score (APACHE II) : 28 cases in the mild
group, 19 cases in the moderate group, and 22 in the severe group. The levels of NGAL, KIM-1, and Th17
in different groups were compared, and the ROC curve was drawn to analyze the value of NGAL and KIM- 1

combined with peripheral blood Th17 cell detection in assessing the prognosis of patients with AKI of sepsis af-
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ter CRRT treatment. Results The levels of NGAL, KIM-1, and Thl7 in the observation group were signifi-
cantly higher than those in the control group, and the differences were statistically significant (P<0.05). The
expressions of NGAL, KIM-1 and Thl7 in patients with AKI caused by sepsis whose severity was different
were all as follows: the severe group > the moderate group > the mild group (P<0.05). Seventeen of 69 pa-
tients died 30 days later, and 52 survived. The levels of NGAL, KIM-1 and Th17 in septic AKI patients in the
death group were significantly higher than those in the survival group, and the differences were statistically sig-
nificant (P<0.05). ROC results showed that when NGAL+KIM-1+Th17 assessed the prognosis of septic AKI
patients, the AUC was 0.829, which was significantly higher than the three separate tests (P<0.05). Conclu-
sion Changes in the levels of NGAL, KIM-1, and peripheral blood Th17 cells are closely related to changes

in the condition of patients with AKI caused by sepsis .The combined detection of the three can further improve

the ability to predict the short-term prognosis of patients with AKI caused by sepsis after CRRT treatment.
[KEY WORDS] NGAL; KIM-1; Th17; Acute kidney injury caused by sepsis; CRRT
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Table 1 Comparison of NGAL, KIM-1 and Th17 levels

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

% n  NGAL(ng/mL) KIM-1(pg/mL) Th17(%)

YR 68 19.26+3.59 18.26+3.16 3.1620.11
AKI4l 69 37.19+7.18 26.58+4.97 4.19+0.41
18 - 18.444 11.673 20.017
P1E - <0.001 <0.001 <0.001

2.2 R[R1E R M FEE AKT # NGAL (KIM-1 .
Th17 /K- L%

NGAL . KIM-1 ., Th17 7 A [F] 9% 1% F2 B ik B A
AKI B3 W IR B35 8 « 5 B 4> v B A >0
M, =R AGEIFE X (P<0.05), W3E2,

x2 FREHIEREERSE AKI# NGAL.KIM-1,Th17 7k
FEE (x+5)
Table 2 Comparison of NGAL, KIM-1 and Th17 levels in
patients with sepsis AKI of different severity (x+s)

415 n  NGAL(ng/mL) KIM-1(pg/mL) Th17(%)

REMH 28 18.84+3.11 17.50+2.94 2.10+0.67

hEd 19 36.59+7.42¢ 23.59+3.57* 6.22+0.18"

EEH 22 40.44+8.19" 29.85+5.66°  8.16+0.66"
F1H 96.06 54.78 862.07
Py <0.001 <0.001 <0.001

O SRR, P<0.05; D95 BELL LR, P<0.05,

2.3 K[l B e A AKT # NGAL KIM-1.Th17
K- L
69 il # 30 d JFAETS 17 1 4745 52 1), AET-41
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A, 27 5 A L(P<0.05) . WL3& 3.
£3 AREWEMERE AKIE NGAL.KIM-1,Th17 7k F
FEB (xxs)
Table 3 Comparison of NGAL, KIM-1 and Th17 levels in
AKI patients with sepsis (x+s)

21 5] n  NGAL(ng/mL) KIM-1(pg/mL) Th17(%)

Fi541 52 16.54+3.26 20.44+3.49 2.33+0.17
FET-4H 17 40.15+7.66 28.46%5.79 6.980.77
t{E 17.975 6.374 41.151
P1E <0.001 <0.001 <0.001

2.4 NGAL KIM-1 H&45 81 1 Th17 2 B A %)
WRBERE AKIL 5 U5 PP (E
ROC 455178, ROC 45 /8 , NGAL+KIM- 1+
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T T = UM (P<0.05) o W3R 4 IR 1,
%4 NGAL.KIM-1 BX & %M E I Th17 20 B i Xt Ak 55 AE
AKI ETE T E N E
Table 4 prognostic value of NGAL, KIM-1 combined with
Th17 cell detection in patients with septic Aki

A T AUC  95%CI  fU&E ¥ PE
NGAL 0.790 0.686~0.895 0.766 0.739 <0.001
KIM-1 0.706 0.578~0.834 0.718 0.710 <0.001
Th17 0.641 0.504~0.777 0.699  0.681 <0.001

NGAL+KIM-1+Th17 0.829 0.731~0.928 0.859 0.910 <0.001
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The value of serum PG I and PG II levels combined with EUS in the preoperative diag-

nosis of gastric cancer staging

KANG Xiaochun', CHEN Meiling', WANG Yanan®, ZHANG Dezhong"*

(1. Department of Radiation Therapy, The First Affiliated Hospital of Xinxiang Medical University , Weihui,
Henan, China, 453100; 2. Department of Oncology, The First Affiliated Hospital of Xinxiang Medical Uni-
versity, Weihui, Henan, China, 453100; 3. Department of Gastrointestinal Surgery, The First Affiliated Hos-
pital of Xinxiang Medical University , Weihui, Henan, China, 453100)

[ABSTRACT] Objective To investigate the value of serum pepsinogen I (PG I ) and pepsinogen I
(PG II ) levels combined with endoscopic ultrasonography (EUS) in the preoperative diagnosis of gastric cancer
staging. Methods 75 patients with gastric cancer and 75 patients with gastritis diagnosed in the hospital be-
tween January 2019 and January 2021 were selected as the gastric cancer group and the gastritis group. EUS ex-
amination and detection of serum PG [ and PG I were performed before treatment. The relationship between
levels of PG I and PG Il and TNM staging was analyzed. Results The coincidence rates of preoperative T, N
and M stages of gastric cancer by EUS examination were 81.33% , 82.67% and 76.00% , respectively. The level
of serum PG [ in the gastric cancer group was lower than that in the gastritis group while the level of PG 1 was
higher than that in the gastritis group (P<0.05). The differences in levels of serum PG | and PG II were statisti-
cally significant among patients with different TNM stages (P<0.05). Serum PG [ level was negatively correlat-
ed with TNM staging (r=—0.715, P<0.05), and PG II level was positively correlated with TNM staging (r=
0.623, P<0.05). The sensitivity and specificity of PG I and PG Il in the diagnosis of stage I + 1l stage gastric
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cancer were 81.33% and 61.33%, and 69.33% and 56.67%. The sensitivity and specificity of cut-off values of PG
I and PG I combined with EUS were 90.67% and 85.33% in the diagnosis of stage I + Il stage gastric cancer.

Conclusion EUS examination can determine the TNM staging of gastric cancer, and the expressions of serum

PG I and PG 1l in patients with gastric cancer are related to TNM staging. The combination of serum PG [ and

PG II levels and EUS has a higher diagnostic efficacy in the diagnosis of gastric cancer staging.

[KEY WORDS] Gastric cancer; Pepsinogen; Endoscopic ultrasonography ; TNM staging
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Figure 1 EUS in the diagnosis of T staging of gastric cancer
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Application of combined detection of miR-10b, LMP1 and Twistl in the early diagnosis
and recurrence diagnosis of nasopharyngeal carcinom

WEI Xiao'*, CHEN Peng®, ZHANG Yan®

(1. Department of Otorhinolaryngology, Zhengzhou Yihe Hospital , Zhengzhou, Henan, China, 450000 ;

2. Department of Otolaryngology , Zhengzhou Yihe Hospital, Zhengzhou, Henan, China, 450000)
Corresponding author: WEI Xiao, E-mail: weixiao1024@163.com

[ABSTRACT] Objective To explore the application value of combined detection of serum miR-10b,
latent membrane protein 1 (LMP1) and Twist-related protein 1 (Twistl ) in the early diagnosis of nasopharyn-
geal carcinoma and in the diagnosis of recurrence. Methods The clinical data of 82 patients with suspected na-
sopharyngeal carcinoma who underwent various examinations in this hospital between June 2018 and Decem-
ber 2019 were retrospectively analyzed. According to the subsequent actual diagnostic results, the patients
were divided into confirmed group (51 cases) and unconfirmed group (31 cases). The levels of serum miR-
10b, LMPI mRNA and Twist] mRNA were compared between the two groups. Receiver operating characteris-
tic (ROC) curve was used to evaluate the individual diagnostic efficacy and combined diagnostic efficacy of
the above indicators in the early diagnosis of nasopharyngeal carcinoma. The patients in the confirmed group
were classified as recurrence group (23 cases) and non-recurrence group (28 cases) according to the actual sub-
sequent recurrence, and serum levels of miR-10b, LMPI mRNA, and Twist] mRNA of the two groups were

compared, and ROC curve was applied to evaluate the individual diagnostic efficacy and combined diagnostic
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efficacy of the above indicators on recurrence of nasopharyngeal carcinoma. Results The levels of serum miR-
10b, LMPI mRNA and Twist] mRNA in confirmed group were significantly higher than those in unconfirmed
group (P<0.05). The AUC values of ROC curves of the above indicators for early diagnosis of nasopharyngeal
carcinoma were 0.842, 0.860 and 0.910 respectively, and the AUC of combination of the three was 0.978, and
the cut-off values were 6.80, 4.05 and 3.28. Serum levels of miR-10b, LMPI mRNA, and Twistl mRNA in re-
currence group were significantly higher than those in non-recurrence group (P<0.05). The AUC values of ROC
curves of the above indicators for the diagnosis of nasopharyngeal carcinoma recurrence were 0.804, 0.818 and
0.733 respectively, with AUC of 0.932 of combined detection, and the cut-off values were 7.24, 4.85 and 4.15
respectively. Conclusion Serum levels of miR-10b, LMP1 and Twistl have good efficacy in the early diagno-

sis and recurrence diagnosis of nasopharyngeal carcinoma. The combined application of the three has a better di-

agnostic efficacy and can be used to monitor the disease condition of patients with nasopharyngeal carcinoma.

[KEY WORDS] Nasopharyngeal carcinoma; miR-10b; Latent membrane protein; Twist-related protein
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Analysis of serum Th1/Th2 balance and changes of MMP-9 and TIMP-1 levels in patients
with different T stages of lung cancer

GU Xiaojuan*, ZHANG Yinghua, TANG Huan

(Department of Respiratory Medicine, Second People’s Hospital of Yibin City, Yibin, Sichuan, China,
644000 )

[ABSTRACT] Objective To analyze the balance of serum T helper cell 1 (Th1)/ T helper cell 2
(Th2) and changes of matrix metalloproteinase-9 (MMP-9) and tissue inhibitor of metalloproteinase-1 ( TIMP-
1) levels in patients with different T stages of lung cancer. Methods From January 2013 to May 2018, 200
lung cancer patients admitted to our hospital were screened as eligible for inclusion and met the exclusion
criteria. The levels of Th1 cells interferon-y (IFN-vy) and Th2 cells interleukin-4 (IL-4), MMP9 and TIMP-1
were detected by enzyme-linked immunosorbent assay (ELISA). The ratio of IFN-+vy to IL-4 was calculated.
Serum Th1/Th2, MMP-9 and TIMP-1 levels of patients with different T stages were compared. Spearman
correlation analysis was performed to analyze the relationship between T stage of lung cancer and serum Th1/
Th2, MMP-9 and TIMP-1. Results Serum IFN-vy level and Th1/Th2 ratio decreased with the increase of T
stage in patients with lung cancer. The levels of serum IL-4, MMP-9 and TIMP-1 increased with the increase
of T stage. There were significant differences in serum FN-v, IL-4, Thl/Th2, MMP-9 and TIMP-1 among
different T stages and any two of the T stages (P<0.05). Spearman correlation analysis showed that Th1/Th2
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was significantly negatively correlated with lung cancer T stage (r=-0.808, P<0.01). MMP-9 and TIMP-1

were significantly positively correlated with lung cancer T stage (r=0.499, 0.406, P<0.01). Conclusion

Serum Th1/Th2, MMP-9 and TIMP-1 are closely related to the T stages of lung cancer. They may involve in

tumor growth, proliferation and infiltration of lung cancer patients.

[KEY WORDS] T stage; Lung cancer; Balance of serum T helper cell 1/T helper cell 2; Matrix

metalloproteinase-9; Tissue inhibitor of metalloproteinase-1

i 9 2 L VR R R 1 AE T R M S R
I, R il 98 S S R sSRAE AN LR S 1, 24K
FEaE R B2 B 1 O 1 2= b i, E AS
Ko i T 20 ee KO Ko s RIEIREE, &
XFIEE RN BB IR TR B LR B, R 4y
AR B A . 1 AT 4 Bh 40 B (T helper
cell 1, Th1) . Il %! T % Bh 4 ig (T helper cell 2, Th2)
2411 A D0 2 E A AAS 20 S Tho 434k T2 5 /T 2 B2 43 b
F4t & -y (interferon-v, IFN-v) . F1 4l ifd /) 22 -2 (inter-
leukin-2,IL.-2) . [ IR HE Al T - o (tumornecrosisfac-
tor-o, TNF-au ) 54 S 20 ifd e 88 o7 225 5 I 2 U3 it o
Wh A 40 A 2 -4 (interleukin-4, TL-4) . A4 i 4 -5
(interleukin-5, IL-5) | 1 40 i /i 3 -6 (interleukin-6,
IL-6) S SRR S e 24 . IEHE LT, A
HAEMIE EAHAEGL, DR P 3 A DL AR i A e
(LR Gy Dyl s — HL A, AT i B “Th1/Th2 -
A", RECM R R R 2L, 5 50 R A B
HEJE QiR e SO L B B R R A
1M & it 4 J& £5 H % 9 (matrix metalloproteinase -9,
MMP-9) /=W Ui RE 4= L J2 4 Jm A 11l 53 0 1Y o 22
BB, T G TR S 240 A 47D T e i A A DR
JIek g A4 A T A A R R Y R A R
YER™ . BRAERFFE IR R B AR 2 Mg vh 2
b ERIA  HS RARA U0 4 8 B A B 2 241
il %] - 1 (tissue inhibitor of metalloproteinase , TIMP -
1)~V B s b gg k2, HOC TSR] T 431
i g S5 4 03§ Th1/Th2 - & MMP-9, TIMP-1 7K
AR e FEFIUS 1) 56 RSB e UL, 5T Uk, ABiE
FERAE VORI AT 5T, B 78 R Il il R 2
TR U, BARRE I
1 #BRERE
1.1 — R

WA BE [ 2013 4F 1 7 % 2018 4F 5 A IR 1
fitigia £R 2 200 B, Horb B 11461, £ 86 ) 5 4R34 715

(55.39+10.61) % , Hih <45 % 64 fii] , 45~65 % 65
B, >65 % 71 451 ; AL /N il g 123 491, /)N 248 o it 9

7090 AFRUE 755 I 2 Wb i, 1A 58 e
PRE5 (208 B 33028 B It 2 )35 20 2 PR A
D) A UE s R 43 BB A IS A A R SE AT AR A2 AT
FORIT s HEBRARE : 5 I T i S0 0 HAB St R 5 A2 5
FEH A MR R A EE S S SR R AT
WEPRIF B % S8 BT H B e i 5
Y p iR . 38 B MR I A 25 (American Joint
Committee on Cancer, ATJCC)/[E [r 1 9 B %5 (Union
for International Cancer Control, UICC) "3y T ~ 11
138451, A 116 451, IV 1A 46 45 T 431" T1 53481 53
@, T2 5310 53 41, T3 53499 45 191, TA 53351 49 9] ;A% 53
1k 65 i, H 434k 59 i, =434k 76 1 5 R BB 42 fl
B HAR T 015041, ASTR) T 43300 it ges 8 28— M Ife PR
FORHEEZE T ICGe i L (P>0.05) . W& 1,

£1 WA R—RIEHFAR

Table 1 general clinical data of the subjects
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bb3 (x+s)
Table 3 Comparison of serum MMP-9 and TIMP-1 levels in

lung cancer patients with different T stages (x+s)

T 44 MMP-9(pg/mL) TIMP-1(pg/mL)
Tl 566.80+50.81 573.87+50.12
T2 581.25+59.37° 591.24+56.01°
T3 612.87+53.91° 609.28+49.25°
T4 624.94+52.85™ 619.82+56.19"
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P1E <0.001 <0.001
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Figure 1 Analysis diagram of correlation between T stage of
lung cancer and serum Th1/Th2 \MMP-9 , TIMP-1
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(# ZE] BH FULONUES BN LR R (RV) IEYSIRTT R BUS P h e . ik
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JE UG MG A (n=64) R ATZH (n=26) . FCASWIZLIELGERE A7 RS O JUAE [ JILER LS (CK) LR
JULTE [ T/ (CKMB ) | L I A /K, A /N L RV JE VS T A5 00 DR 28, 20O JUL R 5 L A 56
PR LTS PP (. Z5R PIAUBUKAREE O UURE 4k % 738 N R A, 2 A il
B (P<0.05) s KALLIAYT 1.3.7 dJ5 CK . CKMB & T A4, Mah s el , 2R/ 5% 5
S (P<0.05) ;3797 7 dJ5 CK.CKMB 51l 4 | A1 34 2 5 AH DG (P<0.05) 5O UL L 4k & iz 308 4 TR gk e |
¥R97 7 d J5 CK,CKMB . [fi. &4 . 1L J& /N JL RV I8 V5 15 (1) 8 22 %2 i R 3 (P<0.05) 33377 7 d J5 CK.,
CKMB . ML M A PEAR /N LRV VS HUS RO RRZE T AL (AUC) S Kk 0.921, 518 O WL | F A oL
L/NJLRV BYSTRITSUCRANSE , 38 ShZS A M w] i R e AR TRT O 48 VAR T B HEAR TIE SR
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The value of myocardial enzymes and electrolytes in the treatment and prognostic evalua-
tion of rotavirus diarrhea in children

WANG Zongyan, HAN Junmin*, XING Han, XU Chungi

(Department of Pediatric Infection, Suzhou Hospital Affiliated to Anhui Medical University, Suzhou, Anhui,
China, 2340000)

[ABSTRACT] Objective To investigate the value of myocardial enzymes and electrolytes in the treat-
ment and prognosis evaluation of pediatric rotavirus (RV) diarrhea. Methods 90 children with RV diarrhea in
Department of Pediatric Infection, Suzhou Hospital Affiliated to Anhui Medical University from January 2018
to January 2020 were selected and divided into cured group (n=64) and non cured group (n=26) according to
the prognosis after 7 days of treatment. Compare the baseline data of the two groups, the levels of myocardial en-
zymes [ creatine creatine enzyme (CK), creatine creatine enzyme isoenzyme (CKMB) |, and electrolyte index
levels before and after treatment, evaluate the factors affecting the prognosis of children with RV diarrhea, and
analyze the correlation between myocardial enzymes and electrolytes and its evaluation value for the prognosis
of children. Results There were significant differences in the degree of dehydration, the proportion of myocar-
dial damage and the proportion of secondary intestinal bacterial infection between the two groups (P<0.05); CK
and CKMB of the unhealed group were higher than the cured group after 1, 3, and 7 days of treatment, and se-
rum sodium and potassium were lower than the cured group (P<0.05) ; CK, CKMB and serum sodium, Serum
potassium was negatively correlated (P<0.05) ; myocardial damage, secondary intestinal bacterial infection,
CK, CKMB, serum sodium, and potassium after 7 days of treatment are important factors affecting the progno-
sis of children with RV diarrhea (P<0.05); The area under the curve (AUC) of CK, CKMB, serum sodium,

A AR Z EAKFRASALR B (2019xkj241)
Ve Bds . M EA K F R B M B (80 L B ) ILE & E A, 8, 5 1 2340000
A £ K, E-mail: 1019852379@qq.com
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and serum potassium combined to evaluate the prognosis of children with RV diarrhea was the largest after 7

days of treatment, which was 0.921. Conclusion Myocardial enzymes and electrolytes are related to the thera-

peutic effect of RV diarrhea in children, and the combined dynamic monitoring of the two can provide evi-

dencebased support for clinical development of personalized treatment plans and prognosis assessment.

[KEY WORDS] Creatine creatine enzyme; Creatine creatine enzyme isoenzyme ; electrolyte; Rotavi-

rus diarrhea
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RN 22—, BA R 258 1 28 b e A5 Ry
R AT R ERE AR, 5 2 B O E R S 2 Fl
MEZS DIRe B 7, e E R B LAER RE ™. BT
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R1 FMARLHIMER (%), (x£s)]
Table 1 Comparison of baseline data between 2 groups
[n(%),(x£s5)]

2.3 UILEE 5 H I A0 AE S PR
2t Pearson fAAMEHT 1697 7 d Ji CK.CKMB
55 1A | A 2 OR DG (P<0.05) . L3R 3,
%3 OIEBSHEERNELE

Table 3 Correlation between myocardial enzymes and

N bEp sl Kl .

LRIH (n=64)  (n=26) XM P
BB 38/26 14/12 0232 0.630
R (L) 1.36+0.18  1.29+0.23  1.540 0.128
it (d) 2.25+0.51  2.31+0.64 0.469  0.640
KAF A (W /d) 4.25£1.26  4.54+1.08  1.029  0.306
X i P (R /d) 1.99+0.59  2.08+0.63  0.643  0.522
PRI (T) 38.65+0.59 38.71+0.42 0472 0.638
ik i g

R 53(82.81)  9(34.62)

g 11(17.19)  13(50.00) 3.787 <0.001
Gigiy 0(0) 4(15.38)
RIREETT

Fa= 11(17.19)  4(15.38)

kS 8(12.50) 6(23.08) Logt 0576
&S 21(32.81)  9(34.62)

AT 24(37.50)  7(26.92)
MY 1

e 2(3.13) 7(26.92) 0141  0.003
" 62(96.87) 19(73.08)
Yk 2 Wi AN R R e

H 4(6.25) 8(30.77) 2614 0.006
oG 60(93.75)  18(69.23)

electrolytes
_ CK CK-MB
1=}
R Pl R Pl
JuiiRzs| -0.586 <0.001 -0.554 <0.001
izl -0.591 <0.001 -0.570 <0.001

2.4 /NJLRV BTG TG A 5200 R &
Logistic [F1H 4387 o, O WL F 4k & 18
YA P Y IRYT 7 d 5 CK . CKMB . Il 44 | I 3 2

/NIL RV RS A 1Y H

W4,

5/
i

i 2 (P<0.05)

2.5 L LEE FEAETTITAL ML RV IEYS FiUS B

ROC #h4k /R, 3477 7 d J5 CK .CKMB . IfiL 4 |
MR PEAL /N LRV VS TS 19 AUC 435128 0.782
0.548,0.797 . 0.890, Bt A& P4k i) AUC 4 0.921, PF
I EAS ) B 8 = (P<0.05) . WL 1,

F2 WAERTHGET 1.3.7 d RO LB BEBIEIRKT (x+s)

Table 2 levels of myocardial enzymes and electrolytes before treatment, 1 D, 3 D and 7 d after treatment in the two groups (x+s)

I A1) 25 n CK(U/L) CK-MB(U/L) 1fi. & ( mmol/L. ) 149 (mmol/L.)
IRYTHT Ep el 64 141.64+33.77 53.7626.55 104.3825.61 3.09+0.38
KAl 26 142.38+35.62 55.81+4.28 102.75£7.04 2.97+0.40
i 0.093 1.471 1.158 1.338
P 0.926 0.145 0.250 0.185
BT 1dJE =P e 64 115.54+20.38" 38.39+4.01° 124.86%8.39" 3.97+0.50"
RArd 26 128.61£23.76* 46.68+5.18" 112.25+7.48* 3.58+0.45"
il 2.627 8.149 6.660 3.448
P 0.010 <0.001 <0.001 0.001
HIr3diE PEN e 64 101.69+18.05° 31.74+3.65" 130.84+10.41° 4.61+0.76°
Al 26 116.85+20.11° 39.82+4.27 119.49+9.77" 3.94+0.63"
tHE 3.494 9.056 4.770 3.971
P 0.001 <0.001 <0.001 <0.001
W TdiE MEN e 64 91.65+15.67" 24.45+6.85" 143.76+11.46" 4.97+0.68"
KA 26 107.38+17.88" 35.63£7.51° 125.25+10.84¢ 4.36+0.59"
tHE 4.142 6.825 7.051 4.000
P1H <0.001 <0.001 <0.001 <0.001
S5 FABIT LR, *P<0.05,
F4 MLRV EIBETUEN % E & Logistic BlVA 547
Table 4 multivariate logistic regression analysis of RV diarrhea in children
A IEES MR AE B1H SEfH Wald 15 ORI4 95%CI Py
oL J=0,4=1 0.880 0.238 13.685 2412 1.157~5.028 <0.001
2k A A T SR J=0,4=1 0.691 0.245 7.954 1.996 1.072~3.715 <0.001
VRJY 7dJE CK <96.19 U/L=1, > 96.19 U/L=2 0.816 0.228 12.822 2.262 1.261~4.059 <0.001
JAYT 7 d 5 CK-MB <27.68 U/L=1, >27.68 U/L=2 0.771 0.240 10.311 2.161 1.168~3.999 <0.001
WBIr 7dJE e <138.41 mmol/L=1, > 138.41 mmol/L=2  —1.221 0.367 11.075 0.295 0.183~0.475 <0.001
YEIT T A AR <4.79 mmol/L=1, > 4.79mmol/L=2 -1.411 0.418 11.397 0.244 0.129~0.461 <0.001
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Changes of ET-1, MMP and TIMP-2 levels in serum and aqueous humor of NVG patients
and their clinical significance

FENG Kun, WANG Wen*, PENG Yi

(Department of Ophthalmology, Zaozhuang Hospital of Traditional Chinese Medicine, Zaozhuang, Shan-
dong, China, 277000)

[ABSTRACT] Objective To observe the changes of endothelin (ET-1), matrix metalloproteinases
(MMP) , matrix metalloproteinase inhibitor-2 (TIMP-2) levels in serum and aqueous humor of patients with
neovascular glaucoma (NVG) and their clinical significance. Methods 45 patients (45 eyes) with NVG treat-
ed in Zaozhuang Hospital of Traditional Chinese Medicine between June 2019 and December 2020 were select-
ed as the observation group, and 48 patients (48 eyes) with age related cataract (ARC) during the same peri-
od were selected as the control group. The levels of ET-1, MMP and TIMP-2 in serum and aqueous humor
were compared between the two groups. Patients with NVG were divided into the acute NVG group (24 eyes)
and the chronic NVG group (21 eyes) according to the incidence of patients. The changes of serum and aque-
ous humor levels of ET-1, MMP and TIMP-2 were compared between patients with acute and chronic NVG,
and the relationship between the levels of ET-1, MMP and TIMP-2 and NVG was observed. Results The lev-
els of aqueous humor ET-1, MMP and TIMP-2 in the observation group were higher than those in the control

group (P<0.05). There were no statistical differences between the two groups of patients in terms of serum ET-1,
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MMP and TIMP-2 levels (P>0.05). The levels of ET-1, MMP and TIMP-2 in the aqueous humor of patients
with acute NVG were higher than those of patients with chronic NVG (P<0.05). The levels of ET-1, MMP
and TIMP-2 in serum of patients with acute NVG were lower than those of patients with chronic NVG (P>
0.05). ROC curve analysis showed that the AUC values of aqueous humor ET-1, MMP and TIMP-2 were
0.816, 0.981 and 0.962 in assessing the diagnostic value of patients with NVG, and were 0.654, 0.857 and
0.760 in evaluating acute and chronic NVG. Conclusion The levels of ET-1, MMP and TIMP-2 in aqueous
humor are closely related to the occurrence of NVG. The detection of levels of ET-1, MMP and TIMP-2 in

aqueous humor can provide references for the occurrence of NVG.

[KEY WORDS] Neovascular glaucoma; ET-1; MMP; TIMP-2
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Table 1 Comparison of baseline data between the two

groups [n(%), (x=s) ]
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I R (n=45) (net8) 7itfq  PIE
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W2 S st 31(68.89) 27(56.25) 1.581 0.209
R & (mmHg) 28.02+5.43 24.55£2.39 2.705 0.010

SIFE mIME  23(51.11)  5(1042) 18278 <0.001
BRI 22(48.89)  26(54.17)  0.259  0.611
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Table 2 Comparison of levels of ET-1, MMP and TIMP-2 in serum and aqueous humor between the two groups (x +s)

15 R Js 7K 1L
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MEELH 45 1.59+0.09 27.02+1.42 13.231.81 61.46+8.08 5.07+1.37 0.92+0.36
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Table 3 Comparison of levels of ET-1, MMP and TIMP-2 in serum and aqueous humor of patients
with NVG of different severity (x+s)

3 ; Bk JIIRE)

- ETz-1(ng/L)  MMP(pg/L) TIMP-2(pg/L) ET-1(ng/L) MMP (pg/L) TIMP-2(g/L)
“APENVG 24 1.62+0.09 28.33+1.86 14.12+1.89 60.63+7.92 4.92+1.32 0.91+0.35
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&b AUC #Wis SEf  95%CI  UsdE St P
ET-1 0.816 >1.552 0.045 0.722~0.889 0.664 0.896 <0.001
MMP 0.981 >26.534 0.045 0.928~0.998 0.889 0.979 <0.001
TIMP-2 0.962 >11.857 0.031 0.901~0.991 0.911 0.917 <0.001
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Figure 1 ROC curves of ET-1, MMP and TIMP-2 in

aqueous humor in the diagnosis of NVG
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Table 5 Analysis of diagnostic value of ET-1, MMP and
TIMP-2 in aqueous humor on acute and chronic NVG
fEhE  AUC #iMWi5 SE  95%CI  Hudk $RRtE PIY
ET-1 0.654 >1.56 0.083 0.497~0.789 0.750 0.524  0.06

MMP 0.857 >26.60 0.057 0.721~0.943 0.833 0.810 <0.001
TIMP-2 0.760 >12.64 0.072 0.609~0.875 0.708 0.762 <0.001
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Figure 2 ROC curves of levels of ET-1, MMP and TIMP-2 in

aqueous humor in the diagnosis of acute and chronic NVG
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The discussion of common defects in on-site verification of in- vitro diagnostic reagent
(IVD) clinical trials

JIN Jing', XU Weifeng’*, HE Benxia', WANG Song', CHEN Yan', ZHANG Guangxun', LIU Yan’an',
ZHANG Anping '

(1. Hubei Food and Drug Administration Center for Evaluation and Inspection, Wuhan, Hebei, China,
430071 ; 2. Hubei Food and Drug Administration, Wuhan, Hebei, China, 430075)

[ABSTRACT] The success of the clinical trial process depends on complete, compliant, authentic,
operational , attributable quality system. The crucial points are accordance with the laws and related policies,
according to the rules and regulations, following the two fundamental principles which are scientific nature
and rationality. Strengthening the standardized management of IVD clinical trials is the key to ensuring the
quality of IVD clinical trials. This article points outintroduces the common problems in on-site inspection of in

vitro diagnostic reagent (IVD) clinical trials. It aims to provide technical reference for executors of IVD

clinical trials and government administrators.

[KEY WORDS] Clinical trial ; In-vitro diagnostic reagent; Common defect
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