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Abstract

AIM: Toinvestigate the effect of Helicobacter pylori (H pylori)
eradication therapy and H pylori-Killing Decoction on
chronic pathological mucosal changes.

METHODS: Forty-six chronic gastritis patients with positive
H pylori were orally administered with Livzon Weisanlian
(Bismuth agent 0.22 g, b.i.d. + Tinidazole 0.5 g, b.i.d. +
Clarithromycin 0.25 g. b.i.d) for 7 days for eradication of
H pylori. The patients were then randomly divided into 3 groups,
treated with H pylori-Killing Decoction, Weifuchun and
Gastropine respectively. After 3-month treatment, gastroscopy
and histopathological biopsy of antrum and corpus were per-
formed to assess the pathological changes of gastric mucosa.
Meanwhile, the serum concentration of epidermal growth fac-
tor (EGF), the mucosal content of phospholipid and epidermal
growth factor receptor (EGFR) was also detected.

RESULTS: After the eradication treatment of H pylori, the
acute inflammation of gastric mucosa was reduced
obviously, but no evident influence on chronic pathologi-
cal changes was observed. After 3-month treatment with
H pylori-Killing Decoction and Weifuchun, the chronic
pathological changes of gastric mucosa were improved
significantly. The mucosal content of phospholipid was
increased remarkably, and the serum levels of EGF were
decreased significantly in both groups. However, the
mucosal EGFR expression was significantly increased
in H pylori-killing decoction group, but not Weifuchun goup.

CONCLUSION: H pylori-killing Decoction has therapeutic
effect on the chronic pathological changes of H pylori-re-
lated gastritis and protective effect on gastric mucosa barrier.
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H pylori =8B # (H pylori-associated
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1.1 A4 2003-01/2003-12 a[db BB} K2 5 B Bt
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CPHJ47.0 £ 13. 1) % . B BIE RSO0 B IR SRR TS
#(CSG) 29 foil, 1B MEZE4ETE'E 45 (CAG) 17 H. H pylori
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Oy MG R, ph TG A A A T R A R A 2
B2 AN, ) B (136) R R R S e
45, 3 /Ad(EERY A5, TR 5T, Bl
FAER AR C A (14 ) - IRA B & 3-5 1, 2k /d
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1.2 F H pylori A E R BEERAWRE =
Bt (BR77) 0. 22 g+ BRAHME 0.5 gt WA EE0.25 g,
2 /)T d, 1F#4 wk Gk A pylori, fRER#H
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'S AN G A4y B AT 4 SO B A IR (L
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TR R EAREE AR K AR R BRI
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ANHIIIEA 3 OE . # y EmE, o, 1, 2,
343 4wl ek 2 AL ER Tk W B AT A e, BUOLF
155 . BENR I 2 K BRFNE , A b i ' S R
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e B E A g E WRRA K Bl 90 pL, &
HRERF 45 pL, 2 AL IO E, 4R Ming/g
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growth factor, EGF)JE KA RIA y% RN E 4256
MEbRA, EGF Ay & b st i R B AE Y BoR
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2.1 H pylori 3t B 368 T v H pylori fRER
JE A LS OE I B IE IR, B SRS A R
TR AR, AL By C =4 B FE B At £5E
Wilcoxon Y4y {rARFRET 23. 42(23.52), 16. 46 (16. 32),
17.71(17.04), J515.58(15.47), 10.54(10.54),
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B (24. 23 vs 14. 76, XO.01) B 40E Wilcoxon 13
SHAEHE TR ZE BRI (E R

J3BI; B: 38I55.

I35.



634 ISSN 1009-3079 CN 14-1260/R

ERENBURSE

2005693813 £13% F£5H

NE S B INETIAHMER, B TEHFHGEED.
K H pylori FIFIGEWALI BRI EGFR ik, ~FHJRH
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T — 2.
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PSR o7 = O PO NS AR - IS S AR
BB a0, AR 07 b
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HARXNRAE AN REFMBITIEM, HUATRE
fit T — B E.
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