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Abstract

Objective To identify the role of autophagy in advanced glycation end product - induced proliferation and migration in

rat vascular smooth muscle cells. Methods After cultured rat vascular smooth muscle cells (VSMCs) were treated with advanced glyca-
tion end products (AGEs) , autophagy - associated protein LC3 - [ /Il and SQSTM1/p62 was detected by Western blot. The cell prolif-
eration was quantified using the MTT assay. The cell migration was evaluated by Transwell migration assay. Results  After cultured
VSMCs were treated with AGEs. The level of LC3 — ]I was up - regulated whereas SQSTM1/p62 was decreased. AGEs (100uwg/ml) in-
creased the proliferation and migration potential significantly as compared to the control group in VSMCs. However, pretreating cells with
3 —MA, an autophagy inhibitor, could attenuate these effects. Conclusion Our study demonstrated that AGE - induced autophagy accel-
erated AGE - stimulated proliferation and migration in vascular smooth muscle cells.
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