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Inhibitory effects of epigallocatechin gallate on high glucose-induced proliferation of vascular smooth muscle cells”
Han Yu' ,Yang Jian"*” ,Sun Hailan® ,Chen Caiyu',He Duo fen',Jiang Baoquan® , Zhou Lin' , Zeng Chunyu'
(1. Department o f Cardiovascular Medicien ;2. Department of Nutrition s Daping Hospital ,Research
Institute of Surgery , Third Military Medical University ,Chongqing 400042 ,China)
Abstract : Objective

vascular smooth muscle cells (VSMCs) and its mechanism. Methods

To study the inhibitory effects of epigallocatechin gallate (EGCG) on high glucose-induced proliferation of
Rat thoracic aorta VSMCs (A10 cells) served as research ob-
ject. Methyl thiazolyl tetrazolium (MTT) assay and cell counting were used to determine cellular proliferation. Immunoblotting was
applied to determine the effects of EGCG on 1-phosphatidylinositol 3-kinase (PI3K)/AKT signaling pathway in A10 cell prolifera-
tion induced by high glucose. Results Different concentration of high glucose (15 mmol/L.,30 mmol/L and 50 mmol/L.) could in-
duce proliferation of A10 cells,50 pmol/L EGCG possessed some inhibitory effects on proliferation of A10 cells. EGCG (50 pmol/
L) and high glucose (30 mmol/L) co-treatment could significantly inhibit high glucose-induced VSMCs proliferation, and EGCG
(50 pmol/L)could lessen the effects of high glucose on activation of PI3K/AKT signaling. Conclusion EGCG exerts significant in-
hibitory effects on high glucose-induced VSMCs proliferation, which may be related to PI3K/AKT signaling pathway.
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