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DAPT Inhibits Autogeneic Vein Graft Model in Rats.
Hubei 430060, China
Abstract

Xiao Yongguang ,Mao Zhifu,Gong Dan. Renmin Hospital of Wuhan University ,

Objective To discuss if DAPT inhibits autogeneic vein graft model. Methods Thirty — six adult rats used in this study

were divided into three groups (n =12 for each graup). The autogenous jugular vein of all rats was grafted into the carotid artery by micro-
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surgery. After the operation,rats in each group were fed in the same way. The control group do nothing. In experiment and placebo group,

DAPT and DSMO were administrated to rats by a daily subcutaneous dose of 10mg per kg body weight respectively from day 0 to day 7 post

operation. In placebo, at 1days, 4days and 7days after grafting, the grafted from four of each groups vessel were taken out. Results Inti-

mal hyperplasia (IH) and anti — proliferating cell nuclear antibody (PCNA) index of smooth muscle cell (SMC)of vein graft in experiment

group were lower than those in control and placebo group. And the TUNEL index of smooth muscle cell (SMC) and SM22 and SM MHC in

IH of experiment group were higher than those of control group. Conclusion DAPT can ameliorate the stricture of the vein graft model.
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