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Effects of Adiponectin on Cell Oxidative Stress and Apoptosis in Human Cardiac Myocytes Cultured with High Glucose. Li Meirong, Li
Xing. Department of Endocrinology, The Second Hospital of Shanxi Medical University ,Shanxi 030001, China

Abstract Objective To establish a myocardial cell oxidative stress model by cultivating human cardiac myocytes (HCM) in a
high glucose environment, and to observe if there is a protective role of adiponectin ( ADPN) on the oxidative stress and apoptosis of myo-
cardial cells, and reveals the protection mechanism of the adiponectin. Methods The in vitro cultured HCM were divided into three
groups ; the control group, high glucose group, high glucose + adiponectin group, and these cells were cultured 24, 48, 72hours respec-
tively. Then we observed the morphological change of the HCM under the inverted microscope and evaluated the level of superoxide dis-
mutase (SOD) by the xanthineoxidase method. The level of malondialdehyde (MDA) was detected by benzodiazepines acid method. The
expression of adaptin (P66Shc) and heme oxygenase —1 (Ho — 1) in three time points was detected by real — time PCR, and the apopto-
sis rate of the HCM was tested by the flow cytometry. Results Our findings showed significant increase of MDA levels (P <0.05) and
decrease of SOD activity( P <0.05) in the high glucose group compared with the control group. However,in the adiponectin group, MDA
levels decreased (P <0.05) and SOD activity increased significantly (P <0.05) compared with those in the high — glucose group and
they were time dependent. Compared with the control group,the expression of Ho — 1 mRNA and P66Shc mRNA increased in the high —
glucose group. The adiponectin group expressed a higher level of Ho — 1 mRNA but a lower level of P66She mRNA compared with the glu-
cose group( P <0.05) and they were time dependent. The apoptosis rate of the HCM in the high — glucose group was higher than the con-
trol group; while the apoptotic rate in the adiponectin group declined remarkably compared with the high glucose group. Conclusion The
adiponectin has a protective effect on diabetes myocardial cells by upregulating the expression of Ho — 1 mRNA and downregulating the ex-
pression of P66Shc mRNA , which can increase the antioxidant capacity, reduce oxidative stress and reduce high glucose — induced apopto-
sis of HCM.
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