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The effect of Liangjun oral solution treatment on the SOD activity &
IL-8 content and ultrastructural change of gastric mucosa in a

rat experimental model injuried by reflux liquid
Yu Wenyong Ding Xiping Hu Wen et al
( Dept of Gastroenterology The Affiliated Provincial Hospital of Anhui Medical University Hefei 230001)

Abstract Objective To study the influence of SOD & IL-8 and ultrastructural changes on rat bile reflux mucosa
model with liangjun oral solution treating. Methods The bile reflux gastritis rats model was established by home—
made reflux solution gavage observing the differences of SOD activity & IL-8 content and ultrastructural changes
between liangjun oral solution treating group and the control group. Results Gastric mucosal SOD activity reduced
in control group ( P <0.05) IL-8 content increased ( P <0.05) . We found the injury of close connection among
gastric mucosal cells mitochondria swelling rough endoplasmic reticulum expansion microvilli shorter or lost by
transmission electron microscope. Compared with control group liangjun oral solution could increase experimental
bile reflux gastritis rats gastric mucosal SOD activity and reduced the content of IL-8 and significantly repaired the
ultrastructure of gastric mucosa in rats. Conclusion Liangjun oral solution could increase the SOD activity re—
duce the content of IL-8 repair damaged ultrastructure and prevent gastric mucosa of rat model.
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Expression and clinical significance of HSP90« HSP90B protein

and mRNA in human gastric carcinoma
Wu Mengjie' Zhang Hong' Yao Yuanchun® et al
('Dept of Pathology Anhui Medical University Hefei 230032; *Dept of Pathology
Jishou University School of Medicine Jishou 416000)

Abstract Objective To investigate the expression of protein and mRNA of HSP90a HSP90B in human gastric
carcinoma and normal mucosa and to determine their relation to biological behaviors of gastric carcinoma. Methods

The protein expression of HSP90« and HSP90R in gastric carcinoma tissues and the adjacent normal tissues were
detected by immunohistochemical SP method. The expressions of HSP90a« mRNA and HSP90OB mRNA in gastric
carcinoma tissues and the adjacent normal tissues were detected by reversing transcription-polymerase chain reaction
( RT-PCR) method. Results The positive expressions of HSP90a and HSP90@ protein were mainly located in cy—
toplasm the positive expression rates were 82.9% and 80.0% ( P <0.01) respectively. It was related to differen—
tiation depth of tumor invasion stage metastasis of gastric cancer. The expressions of HSP90« and HSP9OB mR-
NA in gastric carcinoma were significantly higher than the adjacent normal tissues ( P <0.01) which was related
to the differentiated degree the stage and lymphatic metastasis. Conclusion The positive expressions of HSP90«
and HSP90B protein in gastric carcinoma as well as their relationship with biological behaviors of gastric carcinoma
indicate that HSP90« and HSP90B act as critical indicators that contribute to the malignancy of gastric carcinoma.
Both the high expressions of HSP90a mRNA and HSP90B mRNA which are closely related to the occurring and
development of gastric carcinoma may have relationship with the transeriptional regulation in the gastric carcinoma
tissues.
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