<4740 - DREYESSHE  biomed.cnjournals.com Progress in Modern Biomedicine Vol19 NO.24 DEC.2019

doi: 10.13241/j.cnki.pmb.2019.24.032

AL TR BT 1 e B Va9 R i TL-32 . IL- 13 . TNF-a F R &RBFSE *

H=ZF RdEpdE AR HAR TR
CRIHEAL 7 2 B R S — BEBER LR 96 K% 2 075000)

HE BT A H (Hp) B 5 B & &4 il §A-F -32(IL-32) @i F -18(IL-18) k& 31 5L W F -a( TNF-a) K -F
araR b, Fik AL 151 60 B MR & (B )B4 ) A= 100 4] 42 B 5 (xF L)V A BF 2 aF &, 3 KR 14C k& = 2K 304dn Hp
BBl ek Hp A gt U R, AR3EHm 2 R4 B 20430 Hp fabe4a 119 4], Hp M40 32 45) , R 48 PP A B 70 5t 8 S & Bk
SR B BR S, o R MR B ) E e 7 IL-32 IL-18 \INF-a K-F, tL#X B S foxt 40, Hp M1 20 Fo fA M2 20 2 1) o 7 IL-32 IL-18
TNF-a 7K-F Hp % % U 164 £ %, Pearson 48 X M 547 § /& % 4 & IL-32 IL-13 . TNF-a /K-F5 Hp B U hegakm GER: §
JE 2 B A i IL-32 IL-18 TNF-o K -F A % Hp 2 U {534 3 F 3848 (P<0.05), Hp [ad4 20 o i 1L-32 IL-18 . TNF-o 7K -F 2L
Hp B UE¥ & T Hp s (P<0.05), B % fiF [L-32 IL-18  TNF-a K -F34 5 Hp & U 15 2 EA4R % (1=0.585.0.428
0.406,P<<0.05). Z5if: B & &% Hp B f 77 3|/ £ ik IL-32 IL-18  TNF-a K &, Hp & 4 \IL-32 . IL-1B , TNF-o T Ak i i B &
VAR B L A it S

KRR oy [TEAAFE; BB 9% 32,80 F - IR AR R T -«

hESESR7352 XEKFRIRAD:A XEHE:1673-6273(2019 )24-4740-04

Study on the Relationship between Helicobacter Pylori Infection and Serum
IL-32, IL-1B and TNF-« in Patients with Gastric Cancer*

DU San-jun, ZHANG Ya-juan, SUN Xiao-ran, GAO Hui-bin, YU Yong-qiang

(Department of Gastroenterology, The First Affiliated Hospital of Hebei North University, Zhangjiakou, Hebei, 075000, China)

ABSTRACT Objective: To investigate the correlation between Helicobacter pylori (Hp) infection and serum levels of interleukin-32
(IL-32), interleukin-1B (IL-1B) and tumor necrosis factor-a (TNF-a) in patients with gastric cancer. Methods: 151 patients with gastric
cancer (gastric cancer group) and 100 healthy people (control group) were selected as the subjects of study. Hp infection was detected by
14C urea breath test, and Hp-infected U value was recorded. According to the results of detection, gastric cancer was divided into Hp
positive group (119 cases) and Hp negative group (32 cases). Fasting venous blood was collected and serum levels of IL-32, IL-1B and
TNF-a were measured by enzyme-linked immunosorbent assay. The differences of serum IL-32, IL-18 TNF-« levels and Hp-infected U
value between gastric cancer group and control group, and Hp negative group and Hp positive group were compared. Pearson correlation
analysis was used to analyze the correlation between serum levels of IL-32, IL-18, TNF-a and Hp-infected U value in patients with gas-
tric cancer. Results: The levels of serum IL-32, IL-18, TNF-a and Hp-infected U value in gastric cancer group were higher than those in
control group (P<0.05). The levels of serum IL-32, IL-1B8, TNF-a and Hp-infected U value in Hp positive group were higher than those in
Hp negative group(P<0.05). The levels of serum IL-32, IL-18 and TNF-a were positively correlated with the Hp-infected U value (r=0.585,
0.428, 0.406, P<<0.05). Conclusion: Hp infection in patients with gastric cancer can increase the levels of serum IL-32, IL-1B and
TNF-a. Hp infection, IL-32, IL-1beta and TNF-alpha may promote the occurrence and progression of gastric cancer through combined
action.
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K56 . Pearson A/ Hr 45 AL w8 2 (B ARG , T GEit-40 T
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Table 1 Differences of levels of serum IL-32, IL-1B, TNF-a and Hp-infected U value between gastric cancer group and control group(x+ s )

Groups n IL-32(ng/L) IL-18(ng/L) TNF-a(pg/mL) U value of Hp infection
Gastric cancer group 151 115.24+ 16.91 37.35+ 19.59 38.59+ 12.51 79.52+ 10.51
Control group 100 63.25+ 10.57 15.37+ 13.08 15.25+ 6.54 34.25+ 6.29
t 27.395 9.856 17.161 38.711
P <<0.001 <0.001 <0.001 <<0.001

22 BREERE H MHMAE H AEAMFE IL-32,1L-18 . TNF-«
IKFE L&
A4 B B Hp BAVEZE 119 51, Hp BRPEZH 32 451, Hp [H

P4 I 7 TL-32 JL-18 \ TNF-ou 7KDL K Hp &4 U KT
Hp PR, 2253 BA G255 L (P<0.05), IL3& 2,

=2 Hp PR . Hp FAEAIMTE IL-32,IL-13  TNF-a 7K EZEF (xt 5)
Table 2 Differences of levels of serum IL-32, IL-1B, TNF-a and Hp-infected U value between Hp positive group and Hp negative group (x+ s)

Groups n IL-32(ng/L) IL-1B(ng/L) TNF-a( pg/ml) U value of Hp infection
Hp positive group 119 125.06+ 20.35 41.24% 25.47 42.17+ 14.72 85.11+ 13.09
Hp negative group 32 78.72+ 13.77 22.88+ 14.01 25.28+ 10.05 58.73+ 10.15
t 12.114 3915 6.112 10.568
P <<0.001 <<0.001 <<0.001 <<0.001

23 BEHEEME L-32,1L- 18, TNF-a 5 Hp Bt U EHIHE
xiE

W 9 B I T TL-32 IL-18 . TNF-a /KR 5 Hp B U
{8 2 IEAH 5 (r=0.585,0.428 .0.406, P<<0.05),
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BT RAR B e i R R SR FIAE TR M, Hp YL 5 R 1 9 0E S
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IL-32 ST & B0 i A8 B s 40 M R, P S A 4
T 4 NK 4 1 55 22 Fh 240 i 7= A=, TL-32 5 i 3305 #% K «B
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B IL-18 Rkt R E I R A . EINHRIE SR Hp IR
YL T AL P 7 R IS TNF-o B B TR, HoKE 5
Bts H LA Hp BGEHN 3 BAT SR R AMITFE RIS ) Hp [
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