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Abstract

Zhang Bofang, Guo Xin, Chen Jing,et al. Department of Cardiology, Renmin Hospital of Wu-
Objective To explore the effect of KDM3A on the proliferation, migration and inflammation state of VSMCs under the

circumstance of high concentrate insulin. Methods Primary VSMCs were isolated from thoracic aorta of Sprague — Dawley rats. VSMCs
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were randomly divided into 3 groups: (1) VSMCs cultured with normal medium + control siRNA group. (2) High concentrate insulin stim-

ulate + control siRNA group. (3) High concentrate insulin stimulate + KDM3A siRNA group. Cellular proliferation and migration were

measured by CCK -8, transwell chamber, respectively. The mRNA levels of interleukin =6 (IL —6) and monocyte chemotactic protein —

1 (MCP -1) were measured by RT — PCR. Protein expression levels of KDM3A was evaluated by western blotting analysis. Results The

proliferation and migration of VSMCs were promoted by the stimulation of high concentrate insulin. At the same time, the protein level of

KDM3A and mRNA expression of IL —6 and MCP -1 were increased. However, down — regulate the expression of KDM3A with special

siRNA could significantly ameliorate the proliferation, migration and inflammatory cytokine expression of VSMCs induced by high concen-

trate insulin. Conclusion KDM3A aggravates the injury of VSMC induced by high concentrate insulin.
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