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Study on Effect of Tetramethylpyrazine on Injury and Apoptosis of HIC2 Cells Induced
by Hypoxia-reoxygenation and Its Mechanism
CEN Qingyun, CAI Qingxiang, LIU Huihui, WU Caineng

Abstract: Objective: To discuss the protective effect of tetramethylpyrazine on injury of H9C2 cells induced by
hypoxia—reoxygenation. Methods: Established the model of myocardial cells with injury induced by hypoxia—reoxygenation and
pretreatment of tetramethylpyrazine by culturing H9C2 myocardial cells in vitro. The cells were divided into 5 groups randomly,
including the control group(NC group), the hypoxia—reoxygenation(HR group), the tetramethylpyrazine pretreatment group L
(TMP-L group, 60 pg/mL), group M(TMP-M group, 200 ug/mL) and group H(TMP-H group, 800 pg/mL). The injury degree
of myocardial cells was indicated by such indexes as viability of myocardial cells(OD value), activity of lactate dehydrogenase
(LDH), activity of superoxide dismutase(SOD) and content of malondialdehyde(MDA); the apoptosis degree was evaluated by
the apoptosis rate, and the expression of bcl-2 and bax gene was detected. Results: Comparing with the NC group, the
viability of cells in the HR group was significantly reduced, the release amount of LDH was significantly increased, the
activity of SOD was decreased, the content of MDA was increased, the apoptosis of numerous myocardial cells occurred,
the expression of bcl-2 mRNA was significantly decreased, and the expression of bax mRNA was significantly increased,
differences being significant (P < 0.05). Comparing with the HR group, the viability of cells in the TMP-M group and the
TMP-H group was significantly enhanced, the release amount of LDH was significantly decreased; the activity of SOD was
increased, the content of MDA was decreased; the apoptosis rate and the expression of bcl-2 mRNA of myocardial cells in
the TMP-L group, the TMP-M group and the TMP—-H group was significantly decreased, and the expression of bax mRNA
was significantly increased, differences being significant (P < 0.05). Conclusion: Pretreatment of tetramethylpyrazine can
alleviate the hypoxia—reoxygenation injury of myocardial cells, and its effect may be related to improving the viability of
myocardial cells and activity of SOD, reducing the release amount of LDH, decreasing the formation of MDA and inhibiting
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the apoptosis of myocardial cells.
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