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Effects and mechanisms of insulin and sodium butyrate on histone acetylation and
proliferation of vascular smooth muscle cells from spontaneously hypertensive rats
FU Chun-jiang' s HE Zuo-yun® ,WANG Xu-kai'" , et al.
(1. Department of Cardiology, Institute of Surgery Research, Daping Hospital, Third Military Medical
Uniwversity, Chongqing 400042, China;2. Department of Cardiology, Xingiao Hospital,
Third Military Medical University, Chongqing 400037, China)
Abstract: Objective  To identify the effects of histone acetylation modification on proliferation and phenotype conversion of
vascular smooth muscle cells, Methods  Primary culture of VSMCs from SHRs was performed, the effect of insulin, PD98059 and
sodium butyrate on VSMC HDAC1, MAPK, PDGF, o-SM actin and lysine acetylization of histone H3 were measured by immuno-
blotting, respectively. Results (1) Insulin increased, while sodium butyrate decreased HDACI1 expression, PD98059 had no effect
on HDACI expression. (2)Insulin increased, while PD98059 decreased the acetylation of histone H3 determined by immunoblot-

ting. (3)Insulin up-regulated the expression of PDGF, down-regulated a-SM actin expression, which was blocked by PD98059 and

sodium butyrate. Conclusion

pathway is involved into this action.

Histone acetylation is engaged into the insulin-mediated proliferation of VSMCs from SHRs, MAPK
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