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Abstract
AIM: To investigate the effect of H pylori eradication

on patients with portal hypertension gastric disease
(PHGD).

METHODS: One hundred and six patients with PHGD
and H pylori infection were randomly divided into con-
trol group (n = 50, treated with omeprazole) and H
pylori eradication group (n = 56, treated with omepra-
zole, clarithromycin, and amoxicillin). All the patients
received gastric endoscopy and "*C breath test at the
end of the experiment.

RESULTS: Before the experiment, erosive gastritis
was found in 46 patients (45.8%). After treatment, the
negative rate of H pylori was significantly different be-
tween the H pylori eradication and control group (95.9%
vs 6.1%, P <0.01). Invalidation appeared in a total of
16 patients (29.8%) of the H pylori eradication group
and 7 (14.3%) of the control group, and there was sig-

nificantly difference between them (P < 0.05). However,
the onset of corpus atrophy and intestinal metaplasia
was more prevalent in the H pylori positive group than
in the H pylori eradiction group.

CONCLUSION: H pylori eradication may decrease
the effect of proton pump inhibitor (PPI) in treatment of
PHGD, whereas it can prevent the occurrence of cor-
pus erosion and intestinal metaplasia in patients with
PHGD.

Key Words: Helicobacter pylori; Portal hypertension
gastric disease; Efficacy; Prognosis

Ling AS, Zhu L, Wang L, Chen JL, Zhu JS. Effect of Helicobacter
pylori eradication on prognosis of patients with portal hypertension
gastric disease: an analysis of 106 cases. Shijie Huaren Xiaohua Zazhi
2005; 13(22):2708-2710

ik B
B8Y: it 134T (Helicobacter pylori, H pylor) 511
Bk 5 2 B J%(portal hypertension gastric disease, PHGD) %

J7i%: 1060IPHGD &, 35 4H pyloritats, ALy F: 3THE4
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[ Ik i B B 5 (portal hypertension gastric disease) & ff
PRk s S RIS & B BERE s e, BT E A
SR, WELK A o] T H pyloriBHYER DL, PBERS 2 5 4 U)
PR W BB TEPHGDEAR BERATET T ISk B . 70%LL
- PHGD &8 WA IR 245 AR, S5 284 ) (PP 7
PHGDRY7 H e EEAE M, T4 KH pyloril&J+AFPHGD &
HRPER IR Z 8, BAEANH pyloriiiBR G i
T AEANEIFIE BTG T PHGD i3 RT3

1 RT3

1.1 A4 2003-04/2005-014< Bt A Bt i 12 4 JHREAGAE ] Ik
R 10641, B/ AR 2512 moHP B A AEAE IR AN
NEOEIIEIR, 4560 EATTE T AR AR —: (1)
P S0 B E AR s P A AR B () REEA E TR
S5 ()RR (4)™H E T RO A DG I A (A Bk A= Rl
Barrett &5 5%); (S)BEAT 2 PH pyloriiGy T 8 Af L Ak
AT 2 25(NSAID); (6)4 wkiN IR PPIZE 254, Fir
HHFHL BB (Olympus XQ-240) Ky 7F L& 4R bk
W, B RAR A R 2 B S 21 2 B 1Y ¥ R H
pyloriTH 1.

1.2 7k

1.2.1 AsBmEFFE N N ERHSRSavary-
Miller 7y 2L VEAh 1 ik ek B 148, 76— A Bl e
oA BECN AR RS YRS 290, ZARIEAEE LR,
FPEEA R, (R R BB A, 320, & H) 2 H
FESYARBESRE, B MR AR, 44k, MBS e 25, WNE
F2 5 B REUHHAR A, HH A BRI AR AT A A, 4
HE R0 2% JE 43 2R 56 v A i R PP A% A 9
J MR A A B 2 AR B 4y Sl o 43 (38 R 0-343), Tt 4 i
FUIME R JERER 53 (0-653 ) LAVEA B 4 TG B FE .

1.2.2 g AR IFAE 40 AT IC S5 S R B U R R AR 452 F U, i
R EFEE VAR DU 0% 0%, Tohiik; 14y, BIE, &
PER AT R UUEIRAELE, A semd H g3l 24, T, fEik
FREArAE, AN H &), 348, N H W5, 17
i AR5 RRRE AR AN — B0, WA i PR T 43

1.2.3 o4 SR BNLANE B 7 0ok B3 2 mdl, H
pylorif SR AATH pylorifRBRIT 12 L H 420 mg, [ 514
500 mg, FHLAFES00 mg, ¥J2 /)N HE AN T B3
P20 mg, 2 WR/d, BEALVRIT I TRI38 R T wke PR F 7
SRR MERL MR, WO, AR TR R BRI E
S5 A W (R 1)(P>0.10).

1.2.4 W89 Z9WNAIT1 wka, P41 IR e
P20 mg/d, FE3 wk, J7FRLE U BRAEASEE IR AT
Ab, IRI HTAFAEBE A M B SR MR AT H B E A LT %
WA, WEERRTEEEERIEDH =) IUEREE
BAFAECREIR T 20 = 190) R R

R ESEAESE —REN

28 H pyloritREREA (n = 56) WIRAE (7 = 50)
Fhe (&) 54.0 + 135 53.0 + 15.2
B (%) 25 (51) 23 (46.9)
RIBNEU%) 8(16.3) 10 (20.4)
INBANEU%) 12 (24.5) 11 (22.4)
IKRE1EE 245 + 3.4 238 + 3.7
BEXDE(%)

0 33 (67.3) 32 (65.3)
1-2 14 (28.6) 15 (30.6)
3-4 2(4.1) 2(4.1)
BERIUL%) 7 (14.3) 6(12.2)
BEFEARFIIPPI(%) 4(8.2) 5(10.2)
AERIT(%)

1 13 (26.5) 17 (34.7)
2 29 (59.2) 27 (55.1)
3 7(14.3) 5(10.2)
AER RFEEOY (%)

1a 15 (30.6) 17 (34.7)
>1-5a 22 (44.9) 20 (40.8)
>5-10a 5(10.2) 5(10.2)
>10a 7(14.3) 7(14.3)

125 $fFG7 TR EEME EE R eREMER
ARLL M P10 me/d, HRIRKEH3 wk, 21, 2%
3wk BB LAUPAREIR MR A, S R B R KRR
2R BRI 3 wkIIAT BB S A (RS 4 U0 B R
RS, IR0 I A 4 B e, JF T4 wkJE AT
HCIEAIRI LAVEASH pylorit . YEFEB B SR B &
B REROEIRTE 5= 1 F(E) RIE 3 2= 1) K9 R34

St AR FHIORER A A B (R X )RR,
K BAES, WALH pyloritl R = B R BER LR
Ko, AT vt 24 AL B4 ZESPSS 11.5 for windows K {441,
SE, P<0.05(CWANN K 7R 2 e A gt 27 2 L.

2 ER

2.1 H pylori#Fm R 12 moAKIEC SRS, H pylori
RERLH pylorifR R 595.9%(4741), 1t AN
6.1%(3151)), W20 H B H pyloriF3 4% 22 57 5.3 (P<0.01).
2.2 RACH L WALEF R INERIL80% L I, H pyloritl
BReL1661R T R G4 B Be o, 4EFER BL10M]), Hih
B B ABREIR A SE A AR, 209 BE KL T 7 R FR A7 AR,
FELEFEY B 2 R 1000 5 b, 40 R AT RER S
T RINE R, STIRAG THEE R, YR AL R
B, A REIRE K, PALE SRR Rk 2 R B
(P<0.05).

2.3 B AR TAR2) WIS ATNALE REEE AT, 4
KEHEH B RS ST, HI PR e b B &
FEBAAE % SIRAAERPRA pylorils, M55 B KK %
SR 345 W B PR (P<0.01); T e AL, M R ML
FHEANEAR N, PPUAITL ala, B SEHHE RIG5
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®2 WARTEFREBURARREF T

H pylorfRBRE (n = 49) SUPREE (n = 49)

S| A== - N ;
Jars Al el Ag ] 8IS Al BIse

SEWE  401-6) 1(0-4" 4(1-6) 3(1-6)
SIRSAE  3(0-6) 1(0-4)° 3(0-6) 4 (0-6)
EEEME  0(0-2) 0(0-3) 0(0-3) 0(0-3)
BIAZESE  0(0-1) 0 (0-1) 0(0-1) 2(1-3)°
=8Bk 0(0-2  0(0-3) 0(0-3) 0(0-3)
BB 0(0-2) 0 (0-1) 0(0-2) 2(1-3)°

°P<0.05, °P<0.01

JETC W] 2 A4 (P>0.05), 11T AR 1 RRE R W2 T
(P<0.01). 0560 1 Wy 4 8 1 240 AL AR RR AR, H
pylorif R4 G AEVRIT12 moJa W #40 K mA A RL AR
AL, 10 LR BRI ME YT 12 mofia 15 R4
T VR A A R P ) S 2 I

3 e
HHIH pylorifR xS 11k et B 5 (PHG D) 1 520 51 ik
Iz AR, AT, AR IGPPIA BT 5
K s R a7, W Es BB pylorin] 531
DL (IPHGDYR ST RIS RS S8 . % T-H pylorifidBR )5,
SRR IR MBI I vT BEAT 22 U7 T SRR 1%k, FE
BLH pylori &R T AF 2 B I, 1 2 0] LA aE 250 4R
RO BRI, PRI T T N R JORERR S, 4k
111y 1t A R o v, LUK, A5 SRS R e 5 L T
WG B E W e b, X PPN G ] LATEH pylori LIk
O INARBRH pylorilf) BFAEW/DPPIHIE 5, B o
(1 [ Bk T 3 3 PHGDIN S K, e, AWK IH pylorii
W T i AR S AR 4 R IR T R R R BR N (), IX
A AR T B AR R IR AR O R IR, HRET
RN AT R R I R WA D) R TR B2 R HR I R 71
YEREIRTT (7 25

KIAPPLIAYT X PHG DI Mt 5 | A = 2 FL (1 4 i,
G BIRH pylorilE G BF B2 KIWPPLAYT HE2 41
RITARIGIF AL, 5 PHGD B4 246k & 1
AN LR B A B BRI B 2 2 S R AR B BE A LI R
FUIIE S, (HIX —4H A B 56 A B, 13— TRl HLATE 5T
RIVWRH pylori ARG BRI APPLIG YT, PHGD & 1) H
W Rt — DR, MTEH pyloriflER IGPHGD R )
B R T prel, PHGD A v K IPPIIGYT AT,

5 AR B v R NBER Y SR BRE pylori LB
PHGD B #2461 E K St At R
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