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[ Abstract] Objective: To explore the effect of TSPYLS5 overexpression on H9¢2

cells after hypoxia/reoxygenation. Methods: We assessed the expression level of TSPYL5
after myocardial ischemia/reperfusion in mice and post hypoxia/reoxygenation in H9¢c2 cells,
respectively. Levels of apoptosis were compared between H9c2 cells with overexpression of
TSPYLS and those without overexpression of 7SPYLJ5 after hypoxia/reoxygenation. Results: The
expression level of TSPYL5 was significantly decreased in both in vivo and in vitro experiments
(P<<0.001). In the hypoxia/reoxygenation model, overexpression of 7SPYL5 was associated with
lower protein levels of pS3 (25.5240.19 vs. 47.39£0.40, P<<0.05) and caspase-3 (60.57%0.26
vs. 108.2440.56, P<<0.05), while Bcl-2 level was elevated (45.65+0.22 vs. 28.92+0.01,
P<<0.05). Meanwhile, the apoptosis level with positive Tunel staining was significantly reduced
(P<<0.01). Conclusion: This study suggests that overexpression of TSPYL5 may diminish
apoptosis after ischemia/reperfusion and hypoxia/reoxygenation, highlighting a myocardial
protective effect.
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