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Effect of Drugs of Invigorating Spleen, Heat- clearing and
Eliminating Stasis on QOUH in the Rat Model of Gastric Ulcer

LV Guan-hua', BAO Yong-xinz* , LI Hai~quan', ZHAO Jin-ting'
( The Second Affiliated Hospital, Liaoning Unwersity o TCM , Shenyang 110034, China)

[ Abstract]  Objective: To study the effect of drugs of invigorating spleen, heat-clearing, eliminating stasis on
QOUH in rat model of gastric ulcer. Methods: The rat model of gastric ulcer was constructed by injection of acetic acid.
The rats were randomly divided into model group, ranitidine group, invigorating spleen group, heating-clearing group,
eliminating stasis group, complex prescription group and normal control group. The ulcer index(UI) , regenerated mucosal
thickness, lamina muscularis mucosal width and capsular broaden glandular organ quantity were observed by HE, and the
levels of EGF and 6-keto- PGF\q were detected by ELISA. The expression of EGFR in the mucosa around the ulcer was
detected by SABC kit immunohistochemical method. Results: Compared with Model group, the regenerated mucosal
thickness, lamina muscularis mucosae defect extent, Ul and capsular broaden glandular organ quantity in invigoraing
spleen, heat- clearing, elimianting stasis and complex prescription treating groups were different significantly( P< 0.01).

And the effect of complex prescription was better than ranitidine in different degree( P< 0.05, or P< 0.01). Compared
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with ranitidine, invigorating spleen group, heating- clearing group, eliminating stasis increased the levels of 6 keto-PGF,

closed to the normal. Compared with model group and normal control group, the levels of EGF in serum in treating groups

were increased significantly( P < 0.01). Positive expression of EGFR around ulcerative tissues in treating groups were

strengthened obviously ( P < 0.05, or P < 0.01), and the effect of complex prescription was the best( P < 0.01).

Conclusion: Drugs of invigorating spleen, heat-clearing and eliminating stasis can improve the QOUH and prevent from

recurring by improving histological maturation and functional maturation of regenerative mucosa in GU rats.
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