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W= HB RiTREES%EF X (chronic atrophic gastritis, CAG) &% 7 EiER 5 iy 118 AH
(Helicobacter pylori, Hp) %% . & @t fi-% 1B (interleukin 1 B,IL-18) Z LA H (IL-1B) % A M ey4a %
M, FE 483192 #) CAG &% % 202 2it B4 (EFxBa), RAPC 4 kA 4F%bn Hp;
ELISA E#ml bRl e IL-1B 42 5 RN R A B4k X R 5 — R4 B % f‘&‘i(polymerase chain reaction-
restriction fragment length polymorphism ,PCR-RFLP) 5#7 IL-1B A F £ A, R CAG EHieA
VAL H B 35iE(31.77% ,61192) 4 £, CAG & # Hp B %5 53.65% (103/192) , - A M F I8 #iE
(64.86% ,24/37) BZAT B R A= (66.67% ,24/36) & H B F b, HEFARALE, T RAIFER
Fo B dn LZGE CAG B H 2 IL-1B K-FARAH5H (¥ P<0.05), EFFEAYE CAG HHI4 IL-1B &
W% EMsHIE, ZF AT FEXL(P>0.05), &it CAGHARAKS IL-1B ¢9A K %2 SHLA48%X
e et EIEA S & Hp R AIMA & IL1B KFARE,

K BHEEHEF X;PEIER; Hp B, amNF 1848 3 5%

Correlation Study on Chinese Medical Syndrome Types of Chronic Atrophic Gastritis Patients, Hp,
and IL-1B Polymorphism ZHANG Jian-zhi, FENG Quan-lin, HU Yi-lu, YANG Ti, and ZHANG Ying
Department of Laboratory Medicine, Kunshan Hospital Affiliated to Nanjing University of Chinese MedF
cine, Jiangsu (215300)

ABSTRACT Objective To explore the correlation between Chinese medical (CM) syndrome
types of chronic atrophic gastritis (CAG) patients and Helicobacter pylori (Hp) infection, polymorphisms
of IL-1B, and IL-1B. Methods Totally 192 CAG patients and 202 healthy subjects (as the healthy control
group) were recruited in this case-control study. The Hp infection was tested by '°C-urea breath test and
colloidal gold-labeled assay (GICA). The concentration of peripheral blood IL-13 was measured by ELISA.
The polymorphisms of IL-1B gene in the promoter region were analyzed using polymerase chain reaction-
restriction fragment length polymorphism (PCR-RFLP). Results Pi-Wei weakness syndrome (PWWS)
was dominant in CAG patients (31.77%, 61192 cases ). The Hp infection ratio in CAG patients was
53.65% (103192 cases), of which, Pi-Wei damp-heat syndrome (PWDHS, 64.86% , 24/37 cases) and
Gan-Wei disharmony syndrome ( GWDS, 66.67% , 24/36 cases ) were dominant. Compared with the
health control group, the plasma concentration of IL-13 was obviously elevated in CAG patients with
PWDHS, GWDS, and static blood obstructing collaterals syndrome (SBOCS) (all P <0. 05). Additionally,
there was no difference in the distribution of polymorphisms in the promoter region of IL-1B gene between
the CAG patients and the healthy control group (P >0.05). Conclusions The incidence risk of CAG was
not associated with IL-1B polymorphism. But CM syndrome types of CAG patients was associated with Hp
infection and peripheral blood IL-1 levels.

KEYWORDS chronic atrophic gastritis; Chinese medical syndrome type; Helicobacter pylori infec-
tion; interleukin-1B3; gene polymorphism
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% vk 2% 45 vE ' & (chronic atrophic gastritis,
CAG) AL RGE 1 WA 5 BEMEN o Il RBFFE R,
CAG EH ZFHZE 280 H R L2 R Z i HE T
A BRI e ISR AR s b R Ak A Fn
SR A RN T BRI R AR AR ST . R EE R
CAG #THHIE /3 B it & 3R A5 B AP IR TT ORI T,
IANES A 1 12 AT T (Helicobacter pylori, Hp ) J& s
RS RGN Aot FOTI 5 Py VT LA R T B 3 3L
HAETHSEIA N, Hp JE&G 5 B B3 i Iy, JF5t B 3
PR EEI . I BN, BB I SO
SRR AT ST SRR E AR L Ak,
A P BE2EXT CAG IRYT I SR H I e RS S L1
SN EEARIE . A58 CAG HhEIER 5 B
SN A % 18 (interleukin 1 B, IL-1B) & &
HER(IL1B) J5 3h T X FEH 28R Hp YL
2, LU R v B BHIERET A TR A

BRETE

1 ZWikiE 288 2006 49 A B R4
121 E Ri2ia R S B0 e 1 b 2 A 3R
EILY T CAG WiZWFRiE™ |, i A /s & B A
PEUESE Ry h I b B R 2= 4, sl B A W ik B
RIEAE PR HEIE 73 T S B A rp e 2 2 2 8L i 4y
Sl EEEREET RPELTLREL)
(2009, WRII) 350 M R SS HE NA L
OB ML 5 T

2 PASHERE  MARE: (1) Fil 18 ~
70 %;(2) f¥& CAG 2 Wikr ik K b B BEIE 4 F bR
s (3) BEFIEF R, HEBRbRdE: (1) 2 AR
BITIB M RASCZ Y 5 (2) & IF HAB I AL B B
s (3) WWHIZW A R S 2N TFAE; (4)
FEEE T VB S E A YRR

3 —lWERE 192 fil¥y ok 2012 4F 1 H—2013
AR 12 BTS2 T R LT v B B R R
112, & T B B SOR B T2 8 CAG
R T AW R Z 25077, ToHAD
R L . B 117 6, o 75 fi, 4F% 19 ~68
% ,F3(53.31 £13.23) %, H 4L H [z 559E 61 4
(31.77%) B A iIE 42 51 (21.88% ) . 15t ' 1 4
UE 37 $1(19.27% ) JiF B AFUE 36 41 (18.75% ) &
P IILBHLZ5IE 16 151 (8. 33% ) o [RIAFFHZEA g (4G Hh
fa T A (IE # %R ) 41 202 44, i A Z ik 4 21 R
PR A D0 5 4 S, R 458 M IE B B VR H A
EREERS, Hd B 128 4, ik 78 &4, W

21 ~71% ,F14(52.57 £11.23) %, WLHM: ] AR
Fis, 2255 egi it L (P >0.05)

4 5 PC MK &I A Isodiagnosti-
ka 2275 1IL-1B ELISA st &t 5 sl 14
TREABRA R SARkAi g Hp briaii e Bt
T RRESE R A BB BR 2> W] s DNA 4 B 6o 356
Omega 2w i s RNA Jilf & 25 F i K 8 3 A4 TA:
Y TAE (B Befn A PR v\ s DNA 451 H Takara
ST BRI N YIEGAIU 1T Ava 134 Fermentas
Life Sciences /A ]y ;s PCR 9 ¥4 ir Y 5 [ 9 L
Invitrogen A FRAEA

5 SRR LA I 7 vk

5.1 Hp BYEI  ZikE4" C MR ER k4
PRI Hp JERYLAE B, — & [R B A BH PR IA R Hp
SR FHE , SC 2 BRI AL IR e

5.2 I3 IL1B SR CREZIAF 2, &
EDTA-K, i, A B0 B2 (400 xg, 5 min),
K ELISA %] CAG 84 JOE# X AL IL-1B8
SR TR, SCEARA A RS R i B S A T

5.3 JE[NZH DNA 2R IL-1B PR 73 U AG: )

5.3.1 DNA #£lit =& RE LM% EDTA-
Ky, PUEE, 7025 3K )5 19 I 240 B B2 R T - 80 C 7
7, FIE WL 41 DNA $2 1, 5256 25 BRAK IR0 &
v T

5.3.2 IL-1B E:H AL SRR A ik U
N — BRI £ 25 1% ( polymerase chain reaction-
restriction fragment length polymorphism, PCR-
RFLP) £ AR/ #r IL-1B (IL-1B-31, - 511 fii i) KA
2. & PCR YW i HAIlu 1 (IL-1B-
31).Ava 1 (IL-1B-511) RN Vg AT G U, 28
JE AT IR MEEE RS FEL UK 3 2, BLA T R LR 1 .

6 Sitseirik SR SPSS 17.0 Sit=-#k it
PRI TR TR x s RRn, Rt K50 T4
PORER x? #56, Jfilid L (odds ratio ,OR) i1
BIATA M, P <0.05 AZESASGITE L.

# X

1 CAG BHSIER XA Hp BRYLs Ol & LG
IL1BE R (£ 2) 7 CAG B P ILK H 103
(53.65% ) Hp J&He , H & ge 2 W] il & T 1E # X B]
44 (87 1],43.07% , P =0.036), CAG & &KiF#l,
JFE A FIIE (24/36, 66.67% ) M I H 15 HGiE B
(24/37, 64.86% ) Hp JE&IL Z2 0 I 5 F 1E % % 41
(P<0.05), HAKIE® CAG ¥ Hp YR 5 1F
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%1 PCR-RFLP #4047 IL-1B B[R 254

iR 1

EZ XA Gk i fiE 4] )+ Be(bp) FEH A
137,97,5 T
IL-1B-31 %7 :5'-AGAAGCTTCCACCAATACTC-3’ Alu 1 234,137,97,5 CciT
i :5'-AGCACCTAGTTGTAAGGAAG-3’ 2345 c/C
156 T
IL-1B-511 k¥ :5'-GCCTGAACCCTGCATACCGT-3’ Ava 1 156, 88, 68 cT
T :5-GCCAATAGCCCTCCCTGTCT-3’ 88, 68 C/C

O IR LA, 22 RS (P >0.05) o o »

SIEE XA A, CAG 4 4RI IL-1B e
JEW TR (P <0.05) . 7 CAG £ 73 B, i B iR
TSRS I B2 IE R A L1 B MR AR T IR
HXTHEAL (¥ P <0.05)

F2 CAGHEEHIEWX IR Hp YAl &
ML IL-1B & i H A
. Hp B IL-1

4z B H;‘}(%T] (ngl/L, )?is)

IEH TR 202 87(43.07) 14.79 +12.71
CAG 192 103(53.65) * 28.32+11.24"
i R 55 61 28(45.90) 14.81 £10.89
B EIA 2 42 18(42.86) 16.32 +12.63
IR A 37 24(64.86) * 27.35+9.97"
AT B A 36 24(66.67) " 30.39 +15.52 "
P 1 BFL 265 16 9(56.25) 24.51+13.38"

TE: SIER XA gL, P <0. 05

2 CAG B B IEH X HRYL IL-1B R 254
Br(23)  IEH XS RELL 3 A0 4 14 ik R B 43 A3 A 2 45
B - Ak, BA B AR, CAGA S IER
Xif BERAL 3 NI R 22 25 A7 0 178 5 DR 78 4 A AR L 3K
BTG X (P >0.05) , 424 5348 T [ 4 45 58
AT SR AR SRR R, 2 R g R (P >
0.05),

#3 CAGEHESIEH XY IL1B HKNZEME
5 CAG KA XU 53 b
CAGH  IEWWI4L OR
e (5% ) ] [AB(%)] (95% CI) * P
IL-1B-31
11 30(15.3)  42(22.8) 2 0.122
cT 100(51.0) 112(55.1) 1.26(0.71,2.16)
cc 62(33.7)  48(22.1) 1.82(0.98,3.32)
IL-1B-511
cC 34(18.4)  44(29.1) S 0.149
TC 98(50.0) 112(55.9) 1.14(0.66, 1.93)
i 60(31.6)  46(15.0)" 1.69(0.92, 3.05)

TE: " IREMEN AR W I R S

CAG 5 B kX REY), Iz 20 K%
W IE . AR IRGE BoR , R EETEIRYT CAG IR
— BRI thEEIE Y CAG VEH PHIEMA , £ XA
[Fi) £ 1 LR AARAE SR AT T 245 B 500 k1 R 8, TR L 3R A
BUFRIY R, AR 192 5] CAG & IEARIL
9 B R S E Sk o, H A E AR U Oh B RS L
P B AFN RS ML B2 E o B8 PR B AN LA
MBAZEUE R IL-13 RAL & KT, H Hp s AR
A BRI IE H X IR ZH &% CAG 41 IL-1B B 3 T IX %
MR, Z R G E XL (P>0.05),

AWFFEH 192 i) CAG B E R i S8 B
SEORGE RS R 2 W RS N 28 CAG BE W
FRIE, LV RS Hp B AHC. AWF5E Bn CAG 1)
Hp JEe W] G i TIE# % B4 . BRig B4 %) 200
1] CAG Ji {0l WLEZ IR & B Hp e ARS8, S AHT
FEERAN— 3, MW R MAEUESE, Hp BRI 2% 1f 1)
NG 22 W K 25 1t S 40 i B 2802 | A S i S g 1 A
£, E R Rt U,

BN R, Hp & FHBE2E MR "5
W5, L T S Hp RER AR SRR AT Z —,
H CAG JRE— B a4, H A IE 3 R 1 5088 5 ke
5. MG BREE AR R S N . Hp JERGe Bem t J
SAAMIA . 2RI, CAG BETEALS Hp B R X R
WONE F, AW LE 8 R,192 i) CAG &,
Hp JEYL 3 7E 25 UE B b A3 A KR O i B AS L
P BRI P B RS | BN, B X
X} 287 5l CAG A WIIE LI Hp J&UL 5 CAG iIEHY
OYAREE A, (R ST 4GE Hp 1 BRI
69. 34 % , AW S A R YL 85, M AT BB Hp &
YUR M X 2 T8

IL-18 &4 Bk T 40 i ¥ Th1 4t 4 W 1
— PP A RE RN ) A R o AS B SE A5 R R
fE CAG A Mo IL-18 & 1w 4 R4l sy, H.
Hp JEge 225 im0 AL W2 A2 L B AS A Bos o BHL
25 LB R AE W X IR R . X R Hp JER
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Joi  HUEALAA 73 W5 A E R 1 IL-1 B, 7 1T 5 R R A
B S SEBrF IR IESS, Hp &S5 & B IL-18
mMRNA JK -3 @& 1 BR o> W 40 2 A, 4R R
IL-1 e B R g s 3 e rh e 5 B4 S AR
AT ARKB LB Jash FXWERNZEES
CAG KA M: , A B 45 5 Murphy G 4
AT FE4E AN — 2L

Zi LA, AR F ST A R R P CAG RIS
Hp (85 OB E MR M IL-18 AKFARSE, 7 i R
1697 CAG B I T 84 19 Hp ISR B0 S J8 3 19
IL-1B7KF-o

2 % x #
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