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Astragaloside IV improves podocyte adhesion by inhibition of FAK phosphorylation HE Dongyuan, ZHENG Zhigui, CHEN Y ifang,
et al. Departments of Nephrology, Zhejiang Hospital, Hangzhou 310013, China

[ Abstract ] Objective To investigate the effect of astragaloside IV (AS-1V) on podocyte adhesion function under high
glucose circumstances and explore its mechanisms. Methods Conditionally immortalized mouse podocytes were divided into
normal control group, high glucose group, high glucose with low dose AS-1V group and high glucose with high dose AS—-IV group.
Podocyte adhesion was measured by fluorescence: The filtration barrier function of podocyte monolayer was measured by albumin
influx. The expression of focal adhesion kinase (FAK) and phosphorylated FAK (p—FAK) were measured by Western blot. The results
of 4 groups were compared. Results” <The adhesion ability and monolayer barrier function of podocytes among 4 groups were
significantly different (all P<<0.05). Gompared with normal control group podocyte adhesion with basement membrane complex and
monolayer filtration barrier function reduced significantly under high glucose circumstances and were improved by AS—-IV. AS-1V
attenuated podocyte adhesionreduction induced by high glucose in a time and dose dependent manner. The protein expression of
FAK had no significant difference’among 4 groups (all P >0.05), but there were significant differences in p—FAK expression among
4 groups(all P<<0.05). The p—FAK expression in podocytes was increased significantly under high glucose circumstances, and was
inhibited by AS-IV.time=-and’dose—dependently. Conclusion The study indicates that AS-IV may improve podocyte adhe-
sion function in diabetic hephropathy, which may be associated with the inhibition of FAK phosphorylation.
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