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Abstract

AIM: To evaluate the effect of traditional Chinese
medicine Wenweishu and Yangweishu on gastric
mucosal injury induced by H pylori concentrated
culture supernatant (CCS) in BALB/c mice.

METHODS: Seventy-five BALB/c mice were
divided into group A, B, C, D and E. The mice
in group A and B were treated with normal sa-
line, and those in group C, D and E were treated
intragastrically with sucralfate, Wenweishu and
Yangweishu, respectively, in advance. Then the
mice in group A served as normal controls, and
gastric mucosal lesions were induced by intra-
gastric administration of H pylori CCS in the
other four groups. The gastric mucosal changes
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were assessed by microscopic examination,
quantitative histology and electron microscopy.

RESULTS: Histology and ultrastructure were
remarkably damaged in group B, but they were
obviously alleviated in group C, D and E. The
epithelial damage scores (EDS) were 1.18 + 0.31,
247 +0.58,1.72+£0.73,1.61 £ 0.73 and 1.56 + 0.67
in group A, B, C, D and E, respectively. The val-
ue of EDS in group B was markedly higher than
that in group A (P < 0.05); the values of EDS in
group C, D and E were significantly lower than
those in group B (all P < 0.05). There were no
evident difference between group C, D and E (P
>(.05).

CONCLUSION: Wenweishu and Yangweishu as
well as sucralfate can reduce gastric mucosal le-
sions induced by H pylori CCS in mice.
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