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Mechanism of circ_0007897 mediated ischemic myocardial injury by regulating PDCD4 HONG Chenglyv, GAO
Zhan, SHI Xiangxiang, et al, Department of Cardiology, The First Affiliated Hospital of Wenzhou Medical University , Wen—
zhou 325000, China.

[Abstract] Objective To investigate the mechanism of circ_0007897 mediated ischemic myocardial injury through the
regulation of programmed cell death 4 (PDCD4). Methods The cardiomyocytes from primary C57 mouse were isolated .
They were divided into four groups: blank group,hypoxia reoxygenation group, hypoxia reoxygenation+circ_con group, and
hypoxia reoxygenation + circ_0007897 group. Cell viability, apoptosis, LDH level, MDA content, circ_0007897 expression
and PDCD4 protein expression were detected. Results Compared with the blank group, the cell viability of the hypoxia—
reoxygenation group was significantly decreased, cell apoptosis was significantly increased as well as LDH and intracellu—
lar MDA level, the expression of circ_0007897 was significantly decreased while the expression of PDCD4 was significant—
ly increased (g=13.86,40.78,14.45,8.12,8.91,9.70, P<0.05).When compared with the hypoxia—reoxygenation group,
the cell viability of the hypoxia reoxygenation+circ_0007897 group was significantly increased, the cell apoptosis, LDH,
and intracellular MDA level was significantly decreased.the expression of circ_0007897 was significantly increased , while
the expression of PDCD4 was significantly decreased (¢=9.68,20.96, 9.13, 8.18, 14.84, 6.51, P<0.05). Conclusion
circ_0007897 has obvious protective effect on myocardial cells through downregulating PDCD4.
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