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[Abstract]  Objective: To investigate the effects and molecular mechanism of rosiglitazone on
proliferation and migration cardiac microvascular endothelial cells (CMECs) treated by high glucose.
Methods: Rat CMECs were divided into control group (5.5 mmol/L glucose) , high glucose control group
(33 mmol/L glucose), experimental group 1 (33 mmol/L glucose + 5 pmol/L rosiglitazone ) ,
experimental group 2 (33 mmol/L glucose + 10 pmol/L rosiglitazone) and experiment 3 group
(33 mmol/L glucose + 20 pmol/L rosiglitazone). Cell counting kit 8 (CCK-8) was used to detect cell
proliferation activity. Transwell test was used to detect cell migration ability. Western blot was used to
detect the expression levels of P21, epithelial cadherin (E-cadherin) and silent information transcriptional
regulator 1 (Sirt1). Real-time fluorescent quantitative PCR was used to detect Sirtl mRNA expression.
The Sirtl small interfering RNA (si-Sirt1) was transfected into CMECs, which was exposed to high
glucose and 20 pmol/L rosiglitazone, and then the cell proliferation and migration abilities were measured
by the above method. Results: Compared with the control group, the proliferation and migration
abilities of CMECs and the expression level of Sirtl were decreased in high glucose control group,
while the expression levels of P21 and E-cadherin were increased (all P<Z0. 05). Compared with the

high glucose control group, the proliferation and migration abilities of CMECs and the expression
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levels of Sirtl were increased after treated with high glucose with rosiglitazone, while the expression

levels of P21 and E-cadherin were decreased(all P<C0. 05). Compared with high glucose combined

with rosiglitazone treatment group, the proliferation and migration abilities of CMECs were declined,

and the expression levels of P21 and E-cadherin were increased after transfection of si-Sirtl (all P<C

0.05).
with high glucose by up-regulating Sirtl expression,

Conclusions: Rosiglitazone promotes the proliferation and migration abilities of CMECs treated
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