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Protective Effect of Genipin on H9¢2 Cells against High Glucose — induced Injury of Oxidative Stress. Shi Yan, Chen Qingyou, Liu
Yubao et al. Department of Biochemistry, Qigihar Medical College, Heilongjiang 161006, China

Abstract Objective To explore attenuate effects of genipin on high glucose — induced oxidative injury in H9¢2 cells. Methods
H9¢2 cells were cultured in vitro and divided into four groups. We measured viability of H9¢2 exposed to different concentrations of glu-
cose by CCK -8 assay. The oxidative stress — induced early apoptosis of cells were analyzed by AnnexinV /PI flow cytometry. The levels
of CK = MB in the supernatant of culture media and the levels of MDA and SOD in the H9¢2 cells were determined by colorimetry.
Results CCK -8 assay results showed that the viability decreased with the 33.3 mmol/L glucose concentration, while the group pretrea-
ted with 10 wmol/L genipin could increase the viability significantly (P <0.05). Compared with the control group, high glucose could in-
duce cell oxidative stress — induced early apoptosis by Annexin V/PI flow cytometry, while genipin could inhibit the early apoptosis in-
duced by high glucose significantly( P <0.05). The results showed significant increase of CK — MB and MDA levels and decrease of SOD

activity in the high glucose group compared with the control group. However, the high glucose group pretreated with genipin, CK - MB

and MDA levels decreased and SOD activity increased significantly compared with the high glucose group (P <0.05). Conclusion Geni-

pin can attenuates significantly high glucose — induced oxidative injury in H9¢2.
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