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[ Abstract] Objective: To investigate the effect of vitamin C on the antioxidant capacity and cell viability
of HyG, cell lines. Methods: The cultured Hy G, cells were treated with vitamin C of different concentrations,
and cell morphology was observed under inverted microscope. MTT assay was used to test the cell viability.
Fluorescent probe DCFH-DA was used to determinate the effect of vitamin C on the intracellular ROS induced
by H,,. The activity of caspase-3 and caspase9 were tested by colorimetric method. Results: The
morphological changes of HyC, cardiomyocyteswere observed after treatment of 0.05 mg/ml. vitamin C,
including the increase of granular substance in the cytoplasm, arranged disorder and widened intercellular gap.
0. 05 mg/mlL vitamin C could inhibit the accumulation of ROS caused by H,(,, but with the increase of
vitamin C concentration, the survival rate of cardiomyocytes decreased significantly and the activity of caspase-3
and caspase-9 increased significantly.  Conclusion; Vitamin C has a significant antioxidant effect on the HyC,
cardiomyocytes, but it can significantly inhibit the cell growth.
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To cure sometimes,
to relieve often,

to comfort always.
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