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AICAR Blocks the Proliferation of Pulmonary Artery Smooth Muscle Cells by Inhibition of Cell Cycle in G,/G,. Guan Wenjun, Xu Chen-
hong. Department of Cardiology, Jingzhou Central Hospital, Hubei 434020, China

Abstract Objective To establish the PDGF — BB - induced proliferation of rat pulmonary artery smooth muscle cells( PASMCs) ,
and investigate the effects of the AMPK agonist AICAR on the cell cycle of PASMCs, in order to search new drugs for prevention of pulmo-
nary vascular remodeling. Methods 20ng/ml PDGF — BB was used to induced the proliferation of PASMCs, and the effect of 0. Smmol/
L AICAR on the proliferation of PASMCs was observed. Western blot was used to detect the total and phosphorylated AMPK. The prolifer-
ation of PASMCs was determined by CCK - 8. The mRNA expression of cyclinD1, cyclinE and CDK2/4/6 were detected by flow cytome-
try analysis cell cycle, quantitative real — time PCR. Results
AMPK. CCK -8 test results showed that AICAR blocked the proliferation of PASMCs induced by PDGF — BB. Flow cytometry analysis in-
dicated that AICAR arrested the cell cycle in G,/G, to S phase. RT — PCR results demonstrated that AICAR inhibited the mRNA expres-
sion of cyclinD1, cyclinE and CDK2/4/6. Conclusion The AMPK agonist AICAR can block the proliferation of PASMCs induced
through arrest cell cycle in G,/G, - S phase by regulation the mRNA expression of cyclin D1, cyclinE, CDK2/4/6, and AICAR has a po-

tential application in preventing pulmonary vascular remodeling.

Western blot results indicated AICAR could promote the activation of
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