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[BE] BfY FiTAMETIREREPI ER(GSTP) E AN ERRAR B RER ikt
(M)XK F , R GSTP1 XB S5 5 SMRHEBUR E R ——14 1 1 BT ( Helicobacter pylori ) By
LZHAER, WHERFLEE M ZRRB R, 7% RER3814, BEBHER
HERA[CGS(+) 114341, M b e 41 (IM)238 61, Fi A ELISA K3 H. pylori-1gGHid& ;s R H
HID-AB—pH2.5 #4T IM 4} % ; #I| F PCR-RFLP 340l GSTPI AR RE, &8 LICGS(+)4
Ayt A, BEEMTER, MAKEFGCENEEEMNHLHE T CGS(+)4 (P<0.05);IMA
H. pylori FE¥E3R I B BT CGS(+)H (P<0.01), BPIBHHHEAITB/R,7E IMBTE, GSTP1 3%
EBUEGH pyloi BRFEBEABHIEXTERM, 2YEHE 8 RS K OR(E 4 9.386(95%CI:
3.736 ~ 23.580) , X HAE R4 2.078, HE L EE T/ R 46.36%, FEARFRBIMAREE
SHER, | BIM, DM E M H. pylori B4 BB B ER T CGS(+)4(P<0.01); TFAME M
AGHUERFAERTCGS(+)AM [ HIMA(P<0.01), ZEMB BN EHERMITER,
GSTPI EEZ AU S H pylori BRAFEERENEXTER, 245 FRIFESHORER
24.487(95%CI:7.731 ~77.735) , X EAE 16 3N 1.844, A AL EAE T 40 LK 43.89% . &1
GSTP1 ZHHEFH. pylori BRAFIRMREMERER, “FMNEXLEAFEM, 452 T/HT
BB R RN R E
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[Abstract] Objective To detect the distribution of polymorphism of GSTP1 and infection rate
of Helicobacter pylori(H. pylori) in different kinds of gastric intestinal metaplasia (IM) and to explore
the relationship between entergenic factor—polymorphism of GSTP1 and extogenic factor—H. pylori
infection, to determine the risk of subtype of IM. Methods There were 381 cases in total, including
143 CGS(+) and 238 IM. H. E. stain was used for pathological diagnosis. HID-AB—pH2.5 methods
were used to classify the IM. ELISA method was used to detect the antibody of H. pylor-IgG.
Polymerase chain reaction (PCR) and restriction fragment length polymorphism (RFLP) were used
to analyze the genotype. Results Frequency of G genotype was higher in the IM group, when
compared to the CGS ( 4 ) groups (P<<0.05). The positive rate of H. pylori was statistically higher
than CGS (+ ) (P<0.01). By effect-modified model analysis, GSTP1 gene polymorphsim and
H. pylori infection presented a positive interaction in the stage IM, with the OR value as 9.386 (95%CI:
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3.736-23.580) after adjusted by age and gender. The synergy index was 2.078 and the attributable
proportion of interaction was 46.36%. The positive rate of H. pylori were statistically highter than CGS
(+) group in subtype IM I , subtype IM [l and Il (P<<0.01). The frequency of G genotype was
higher in the IM I and Il group, when compared with the IM 1 groups (P<<0.01). By effect-
modified model analysis, in the stage of IM Il and Il , GSTP1 gene polymorphsim and H. pylori
infection also presented a positive interaction, with OR value as 24.487(95%CI:7.731~77.735) after
adjusted by age and gender, with its synergy index as 1.844, and attributable proportion of interaction as
43.89%. Conclusion The infection of H. pylori and polymorphism GSTP1gene appeared to be both
the external and internal factors, respectively. In the stage of IM, GSTP1 gene polymorphsim and
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H. pylori infection also presented a positive interaction, expecially in the IM 1 and II.
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BERAMNEENER. REEFEARGAREA,
BHLN [ B(Z2E), TRORZLE)MTECR
&), AN THITHEMEBEXREN, &
R ER IR BB —8 B AR B A
(GST) F % & H B /Y [F T8 GST-n A B 1847,
WISIZEAMEE GSTPIEENEAIEFHES
S B ERELH B TS S MM S B FE I
KU H A TR, SO R B ME R NER
HEZ—, XMEREEZTEEMIM M5 RE,
BRI ARERE.

KERRBRMERREE R>AREHIM—
B 3 72 o A ] S8 4T B8 (Helicobacter pylori) %
R—AEENGRHAEY, RIH. pylori BREER
RSB M, B T A AR IM, 7T 88 2 K R B 6 59
HRERBBTE-HESHULEXROTE, W
ZRABEAEERAERE HTRSHRERR
HFEIFH W E H. pylori Y5 | K B RIRH M K RA
BIRRE R . Rk & R4 NE SRS
IR A AER B BRTH IR .. Ak, AHR
LA 18 R &tk B R A ¥ slight degree chronic
superficial gastritis, CGS(+ ) | A XF B8, &0 IM A 8%
BAEI2R IM ABE H. pylori YR F GSTP1 275
Yo, TREARRAKE M GSTPI BE B
5370 AR K H. pylori BRHE R, 1} GSTP1 BH £ 7
W5 H pylori BRREEMRESBPRBEHFEES
HAER, AHAE IM B AR FZEE IM &5 XU L8
WHKIE.

wHE%R%

1. BFFE X4 - 381 &% Bl 73 HI5K B 2002 —2005
T T B B B A R R O B i
THERENBRE . AHRLFPEER KELHE
R&HLHE, LA A 2 AR B0 % 0 B BT B
R REFER RN, HERELZ0E

R, 381505 B 222 61(58.3%) , tHE 159 5
(41.7%) ,4E48 15 ~ 89(52.24 +12.4) % ,

FEZRESE KD, 25 0% sk
JG-20 CHR#4F, 7B T H. pylori-1gG Hiik ELISA R
T, %% 1 Bk AT 5 41 DNA 125, #47 GSTP1 £7
R ; e 3t R E T B ERAFTEE . BAK
B ARALAL B B 26, BT BUE SLEP T 95% 69 2. BF
e, AEam, HB 47K s um Y1 5, TR E ¥
W7 B Ak R

2.k

()RBEZN - B HE {68, i 2 ZRBEAR
FIXE TR EI2 T, 381 6k CGS(+) 143 4
AMIMAH 238517,

(2)IM 8 R A& - 1 pH2.5-F R
X5 (HID-ABpH2.5-PAS) # E H A k¥ e fa (|
HWA-E /AT ). AB-pH2.5-PAS % B2 1 B M I L
&, PHFBEL A, HID-AB pH2.5 K5t B 35k 4
BEG, ERAMUEREREA, BRSRERNE
VLB e, RIBEAYE ARMLEE RS
ZAAR BEMEAHT . TN, 2384 M
BENAS R T & 1236, TR 884, A 2741,

(3)DNA #R B BUfi 25k 500 pl, B F 2 ml &L
B, A 800 pl B TE,1RS); Eif 10 000X g B.L>
1 min, BEE3~4K, HEMBERLIFEFAETE B
f11 400 pl TE, 25 ul 10% SDS, 5 pl 20 mg/ml PK,
37 CHAER ;| EiE, S AFB , &% 15 min,
10 000 X g B.0> 10 min; B B, & AR M
(1:1),#%% 15 min, 10 000 X g B.0» 10 min; % 7%,
2K E N7, #& % 15 min, 10 000 X g 30> 10 min;
% - #, 02 FE AR K 2.8 110465 3 molL Z,
B4, -20 CYLIE 1 h, 10 000X g B.0> 10 min; F |
B, ULIEN 75%Z. B2, 10 000 X g B> 5 min; 3 L i§,
F%,100 ul TEE R, B-20 CHKFEEA.

(4)H. pylori B4 i) HI € : FI ELISA Ky 28 3 1
& " H. pylori -1gG HUk (7% 2 Biohit A8l ). N H
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SR BEAR{XAE 450 nm P K FEBOLEEME (4),
F Biohit 2 B #8443 47 , 48 98 475 HE & A o i 22 00
HH RS 0 B B9 H. pylori YR (. 17K H. pylori -1gG
Bk B =30 EIU 35 B4, $LART B <30 EIU #I
FIBRE .

(5)GSTP1 75 i Bt iR i - 4R 4B SCHR (9 )R A
PCR-RFLP X} GSTP1 % A (GDB X08058) % 5 5+ &.
FESEHTRE, 519F5). E4 5'-GTA GTT
TGC CCA AGG TCA AG-3' , R 8 5 -AGC CAC
CTG AGG GGT AAG-3' . RRWHRZ : 450 10X
buffer (& MgCl, 25 mmol/L) 5 ul, dNTP 4 pl (¥
B), L F#5147(10 pmol/ul) % 0.5 ul, Taq DNA K§
0.4 pl, B4R DNA 1 pl, i £ F/KZE B 50 ul,
PCR W k44 :95 °C 12 min, 95 C 30,58 °C 30s,
72 C 605,157 & ;95 € 305,55 °C 305,72 C
60 5,25 MEH ;72 °C 5 min,4 CRHF

FI A BsmA T BR i ¥4 P9 1) 88 XF PCR 7= 8 £ 47
BE Y, N NET buffer 2 w1, 1 £ 8§ 0.5 ul, PCR = #)
12 pl, DK ZE SR 20 pl, BHET37 CHE
B, BV 3 h, REEEEYI =4 20 pl, F 2.5%3
FEREEERE B Ik 7 B, IRIL Z S8 42 64 5 min 5 R
DNA &2k

3. Giit2E 5047 . RAISPSS 11584, RBUCK
REBRSHBERMAENESR ., KRIERMG
logistic [BIIHEERY 5347 i+ B LB L (OR) , LA 95%F]
FEXECHEREERYE & RELEROXR
B BN BT EEE S H. pylori-IgG XH
fER, LA R4 R EERANSEITERE L.
FASTRREHNUMERR, P<0.05F 41T

FNRZEAEREH(S)
=(ORis~1)/(ORw+ORys—2)

BEXTESH(AP)
=(ORis~ORw—ORys+1)/0R5X 100%

AH ORuF 5% T AT BE KB OR{E ; ORw R
RBETAENEM ORIE; ORHHINRBETBREHN
OR{H,

g =R

1. GSTP1 A 105 K AGE B HEM . FH
S BF A-GREZUE T S HE A TS 10547
REEME ATC RREM (Ile) 2 X GTC HEM
(Val) . ZBRHIMENYIBEEEYI)E , CSTP1 R34
FEANRFMERE R B, 53512 329 bp.222 bp #
107/104 bp, 23 FHEERE(E 1), L1 AKRE

HERE(TESR), ERAALSGTFH, BB 329bp
107 bp/104 bp FHLEH F B 2 # AR R 4E
TREEHRAGHEAE TR, AF 329bp.222 bp 1
107104 bp B ERKF B BIM IR LEREER
#.BHUGGHEFRER, HF 222 bp.107/104 bp
EMEEFB, HNGGHERFIBRLD, BT LK
AIGEETFMGGHETFAA—HBITLHH 7.

| 2 3 M 4 5 6 7
P ey s . R— -
g

329 bp
~222 bp

R - 1 07/104 bp

1 :GSTP % BsmA | UG A 3N T RARM S B
H 5 B, 4 %1 2 329 bp, 222 bp ! 107/104 bp; M: DNA Marker
(DL2000); 1:G/GHE FEEMY; 2,3,5,T: VA A5 FERANY; 4,
6:A/IGIRATFERM

B1 PCRI M GSTPI EE H B2 BsmA 1 Bt

BV Ja BB e oL ok PR i

£ PCR-RFLP #il CGS(+ ) A ### A/A HH K
99 5 (30.8% ) , # # A/G B G/G ¥ H B 44 #
(69.2%) ; IM A #E7# A/JA SRR 135 3 (43.3% ) , ¥
W A/G T G/G ZE X &Y 103 $(56.7%) o

2. AFEIZR IM (8 GSTP1 R 10501 S A/GZ
BSHESHME.CGS(+ )AMIMAEH A/GER
G/G R R H 43 91 30.8%F1 43.3% ., M1
W GHEMER R BMBIBE T CGS(+)4A, 25,
4% % OR 1B 77 1.598 (95%CI': 1.005 ~ 2.539) , &
RAGIH$E XL (£=3.995,P=0.047),

I 2 IM #3# A/G 3K G/G H: R 40 4 (32.5%)
BFCGS(+)4H, ZRLLEIHHE X (*=0.008,
P=0.929), I A% IM#BEH A/GBk G/GEF R 63
#1(54.8%) BEE T CGS(+) 4, 247 R AR
OR {2451} 0.975 (95%CI - 0.564 ~ 1.687) #1 2.575
(95%CI:1.472~4.439) , ZREBGZHEE X (=
11.866,P=0.001),

LT R IMA st B, T & IM #%4# A/G 5}
GGEHEBMUMBFTIHIM, SHS FERAR
OR=2.500(95%CI:1.472 ~4.243) , £ R B Kt ¥ &
X (¥=11.813,P=0.001), WFEl,

3. RFEIZER IM B H. pylori ¥ 1 % . B ELISA K
W 5 3 1l 3% H. pylori -1gG $14k , H. pylori B4 CGS
(+)291(20.3%) , H. pylori % CGS (+ ) 114 )
(79.7%) ; H. pylori FH¥E IM 124 4 (52.1%) , H. pylori
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B IM 114 1 (47.9%) . IM 4 H. pylori FHTEZEH]
EHFCGS(+), 245 . FitH % OR=4.744
(95%CI:2.828 ~7.958) ,x'=39.722, P=0.000, 32 5#
AR

F1 [AMET. DEMESFBIGHRRER
GSTP1

4 g SEE P
%5

CGS(H) 143 44(308) 1

M 238 103(433) 0047 1.598(1.005 ~ 2.539)

[HIM 123 40(325) 0929 09750564 ~ 1.687) 1

MDA M 115 63(54.8) 0001 25751472 ~4439) 0001 2500(1472~4243)

W E SR ES R BN B (%) R
SRS ORME; LA 1 B IM 5%t FRESEE R L5 % /5 8 ORE

OR{E* Pl ORfH"

I &A TR IMA H. pylori -1gG B3]
51.29%144.3% ,¥15 T CGS(+ )4 , 245 E#7E
# OR 55> 3 & 3.828(95%CI:2.155 ~ 6.799) . 5.590
(95%CI:3.051 ~10.242) , R A FKITEB L (=
22.477,P=0.000;1"=34.702,P=0.000),

PLTRIM Bxt B4, I, A IM 4 H. pylori -
IgG FHEERET [ RIMA, 45| FRH% OR=
1.352(95%CI: 0.806 ~ 2.268) , £ R L4 it ¥ & X
(¥=1313,P=0.253), W#&E2,

*®2 1BMEI. MM HH. pylori R LR

S48 %”ﬁg‘ﬂ”’ PlE  ORE* PH  ORME

CGS(+) 143 29(203) 1
™ 238 124(52.1) 0.000 4744Q.88 ~ 7.958)

IRIM 13 63(512) 0000 3828155 ~ 6.99) 1

DHAIM 115 51(44.3) 0000 55903051 ~ 10242) 0253 1352(0806~2268)

T - 1% BANEUE W B, 75 5 B R (%) ; [
%1
4. GSTP1 HH Z YR H. pylori RS H 1EH
E5MEHRRE : LLCGS(+) A RxtBA , #—Hi
BIM AR GSTPIGENM B 5 H. pylori BRYHIBRE
YERIBUN . B0 H. pylori BB, OR=4.395(95%CI:

2344 ~8243)  ERF LI ER N B GSTP1 &
HESRBS H. pylori BY 3 HAEA , OR=9.386
(95%CI:3.736 ~ 23.580) ,5§=2.078 ,AP=46.36% , £
REFITEEN(FES),

I B IMABES, 2 MZAET H. pylori, OR=
2.904(95%CI:1.448 ~5.824) , ER B HITH B X;
GSTP1 R R LA 5 H. pylori BRI FER K4 |
B IM 8 X, B 1 i Bl 5.062 % (95% CI: 1.889 ~
13.569) , ZRE G EBEN, —EHFEEXEIEA,
§$=3.259,AP=43.89%(%3), I .M& M AH#,
Bgh BB TF H pylori, 0R=9.917(95%CI: 4.248 ~
23.152) , ERABRITFEE B CSTPL EE £E
YEF ,OR=4.823 (95%CI:2.225 ~10.452) , 2R E %
R X ;GSTP1 HF£78 5 H. pylori B [FBF77E
mf, 3% B ¥E B ) OR=24.487 (95% CI: 7.713 ~
77.735),5=1.844, AP=49.57% , ERE R FEX
(#£3),

i ®

AT BRI E R, GST-nfE TR RAEK
WA H. pylori FRYLATIE AN IM MfERE™, (BT
IM BB, X F GSTP1 R B A IM R AR KE
IMEIB TG REE . B, H. pylori BRYGIN IR
MEAWEZEBRER, A M RELETF H. pylori
RBRERBESRENBRERE EEEEE)FEER
iR, BRI A,

AR CGS(+ )H . IM ABE GSTP1 5 5 5b
BF lle-105—Val £ B 537 55 % X H. pylori /B
LA, 2R BR IMA H. pylori B Y # 5 F CGS
(H)A,EZREHH¥E L. MAEF A/GE GG
ERBPEHETCGS(+H)H, ERELKIT¥E
Mo GERAER BB H. pylori BY R IM B fE 86
B B A/GE G/GERABKMES X4 M,
MR SHBRERNEAT  BELXEAG

%3 M IEMAT . MHMABGCSTPI REEANS H. pylori B HER

G . pyleri CGS M4 &M I.H&EM
& () A% AP B AP P AP
P 24 e () P{H OR&O5%CY S @ () P OR{EG%CI} S ® @) P ORE©O5%CY S %
_ _ 77 62 1 47 1 15 1

(53.8) (26.1) (382) (13.0)

37 52 1.640 16 0.649 36 4.823
+ - (25.9) (21.8) 0.095 (0.918~2.933) (13.0) 0.249 (0312~ 1.352) (31.3) °‘°°°(2.225~1o.452)

2 7B 4.395 : 36 2.904 37 9.917
-t (15.4) (30.7) 0.000 (2.344 ~ 8.243) 29.3) 0.003 (1.448 ~ 5.824) (322) °'°°°(4.24s~23.1sz)

7 51 9.386 24 5.062 27 24.487
+ 49) (21.4) 0.000 (3.736~23.580)2'O7846'36 (19.5) 0.001 (1.889~13.569)3'25949’57 23.5) 0'000(7.713-77.735)"8‘“43'89

& FEI
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B FHABHNEARHERFRERE () AHME
B (Val) , Himig et R HMI BB R RE. B
BIFRUESEA T4 105 L BEMMBARE T HE
R RRFEKYE, AT T BM#RBERE, &
A SCHERIRE GSTP1 K- Vall05 (& G &7 5L MR ) i
Rt GSTP1 - Ne105( A& G Z A 2R ) A%
2~ 3459, HEMBEH G EMERMMALRBNE
AEREENETAREME, ESHRG, FHEH
JERH M,

H. pylori YL FIEHF GSTP1 B8 B4 H B IM
EAEMEREAR EIMBWBR - EREHFEMEIE
7 ARRERBR, EMBE, ERNEEMESH.
pylori B FFAREH B HIEXEERM, OR=9.386,
§=2.078,AP=46.36%, #mn, —FEHLEAEREM
M XLB

KEMNFITRERBMEARRLBEM S EE
X RARR, B4 GSTP1 # H LA M H. pylori B
RAHERSMERAXRIMA? EHRTEEE
DGR BN, BIME H. pylor BT LIEE T & IM
REERIEMP|2.904 5 BH GHEMEFMFET I
BIME AR END]4.823 %, —HXE/ERSHT
HERBN, B GEMNEHEEIHFH pylori BP R

I B IM B BR8N D) 5.062 4%, K4 T & IM K
fER TN D) 24.487 F5 . BB LRGSR, WU
W7E I RIM W EEIBP,H. pylori REREER
BZ— H pylori BYSE A=A MBR N KERLE
. RESERE L EARRG, XN HEAEESN
KA GSTP1 BAKAE (B R IREX L4 71 B
5,06 B BB L 2 i BB B E N RO, FER
BRI B IM; XS H. pylori FEER Y, B T REBH
¥, H. pylori ERBEE N A ENREMH K, BHEH
7 A SR S N K Fr s v L B IR b AR A
Bt A GSTP1 27454, B EMMEtER N, mSHE
HRINREER , A REMIUSIN R B ERG, W —E
BINBA , i B BRI E, K4 T MR IMAY
fER B B3 E

PR, B GHER A REA 3 H. pylori
BRERET MBIMXAKRER, KEAS5EHHER
RMER KR, vT1E B RT IM #4172 IFEDT , R

AT, AT A M B9 2 A SRR AR S A e IM BT B
$ £ X M
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