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[ Abstract |

periment and to investigate the protective effect of amlodipine besylate. Methods

Objective To study the influence of high glucose concentration culture on H9C2 apoptosis by using the cell ex-
The in vitro cutured rat cardiomyocytes H9C2
were divided into 5 groups:5 mmol/L sugar culture group (G1),25 mmol/L sugar culture group(G2),50 mmol/L sugar culture
group((G3) and 25 mmol/L sugar culture group plus calcium ion channel inhibitor amlodipine besylate protection group(G2-+ N)
and 50 mmol/L sugar culture group plus amlodipine besylate protection group(G3 -+ N). Each group was re-divided into the 48 h
culture subgroup (a) and 72 h culture subgroup(b),10 groups in total. The cellular apoptosis rate was detected by AnnexinV/PI
combined with flow cytometer. Ca®" was observed by the fluorescence staining. Results The cellular apoptosis rate was gradually
increased with the high sugar stimulation time increase and high sugar concentration increase, which in the adding amlodipine besy-
late group was significantly decreased(P<C0. 05). The mean fluorescence value of [Ca®" Ji of single cell in the group G2 and G3 was
increased compared with the group G1 (P<C0. 05). The mean fluorescence value of [Ca*" Ji activity of single cell in the group G2+
N and G3+N was decreased compared with the group G2 and G3(P<C0. 05). But the mean fluorescence value of [Ca*" Ji activity of
single cell had no statistically significant difference between various subgroup a and b (P>>0. 05). Conclusion Higher glucose cul-
ture of HI9C2 cells can increase[ Ca’" Ji, thus causes the cellular apoptosis,amlodipine besylate can inhibit the Ca’" internal flow,
thus inhibits the cellular apoptosis.
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