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Effect of telmisartan and fosinopril on the expression of angiotensin—con-

vertion enzyme 2 in cardiomyocyte after myocardial infarction
WANG Xi, et dl
(Department of Cardiology,the First Affiliated Hospital ,Chongqing Medical University)

[ Abstract] Objective:To investigate the effect of telmisartan and fosinopril on the expression of angiotensin—convertion enzyms
2 (ACE2) in cardiomyocyte after myocardial infarction.Methods:Animal model of acute myocardial infarction were established
by ligating the left anterior descending coronary artery of rats. Vehicle, telmisartan,fosinopril,or both drugs combined were giv-
en to rats by intubation feeding(from 2 weeks before coronary artery ligation to 2 weeks there after. ACE2 protein expression
of myocardium were semi—quantified by SP immunohistochemistry. ACE2mRNA were measured by Reverse Transcriptase Poly—
merase Chain Reaction (RT-RCR). Results:Compare with sham operated group,ACE2 protein increased significantly in infare—
tion group,but not the ACE2 mRNA. telmisartan and fosinopril therapy caused a significant increase in ACE2 protein compare
to infarction group,but only telmisartan caused a significant increase in ACE2 mRNA though all therapied groups showed
higher ACE2 mRNA expression. Conclusion:Both telmisartan and fosinopril induced increases in cardiac ACE2 exprssion,
whereas the combination of these two drugs do not associated with higher ACE2 expression.
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Inhibitory effect of disodium cantharidinate on human hepatoma cell line

HepG, and its molecular mechanisms

GAO Wei, et d
(Department of Hepatobiliary Surgery,The First Aﬁiliatéd Hospital , Chongqing Medical University)
[ Abstract] Objective:To observe the inhibitory effect of disodium cantharidinate on human hepatoma cell line HepG, and investi-
gate its possible mechanisms. Methods:HepG, cells were treated with different concentration of disodium cantharidinate,The in-
hibiton of cell proliferation,cell cycle distribution,expression of Survivin and activity of Caspase—3 were respectively evaluated by
MTT assay.flow cytometry,immunocytochemisiry,and chromatometry. Results:Disodium cantharidinate could inhibit the proliferation
of HepG, cells. The 1C50 at 24,48,72 h after intervention were 2.41+048,0.72+0.08,and 0.39+0.04 ug/ml,The cells of G2/M phase
and activity of Caspase—3 were increased.the expression respectively of Survivin were inhibited after the intervention of disodium
cantharidinate. Conclusion:The inhibitory effect of disodium cantharidinate on HepG, cells may be mediated by the block of cell
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cycle,enhancement of Caspase-3,and inhibition of Survivin.
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