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Effects of resveratrol on the proliferation of diabetes mellitus rats vascular smooth muscle cells
LI Jia',JIANG Xian*, ZHANG Zhuo®
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3. Department of Pharmacology . Luzhou Medical College, Sichuan 646000, China)
Abstract: Objective To investigate the effects of resveratrol (Res) on nuclear factor-k B(NF-kB) activity in proliferation of Di-
abetes Mellitus rats vascular smooth muscle cells (VSM -C). Methods Diabetes model of rat were established with STZ55mg. kg-
1 once through intraperitoneal injection, thoracic aortic vascular smooth muscle cell membrane of diabetes rat were cultured, the
cells were observed with inverted microscope, identificated with SMA immunohistochemistry and the cell growth curve were de-
scribed, the inhibitory rate of 50% concentration were determined by CCK-8, the localization of NF-«kB in VSMC with or without
breviscapine were estimated by laser confocal microscopy. Results Compared with the normal group.Diabetes VSMC group was

grow faster,Res could inhibit DM VSMC proliferation in a dose-dependent manner,ICy, was (38. 96+2. 14) umol/L;Res could in-
hibit NF-kB in DM VSMC transfer from the cytoplasm to the nucleus. Conclusion Res inhibit the proliferation of DM VSMC and

NF-kB transfer.
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