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Effects of glycine on intracellular free calcium and tumor necrosis
factor— a in cardiomyocytes during hypoxia/ reoxygenation

LI Xiao— juan, LU Da- xiang, WANG Hua- dong, QI Ren— bin, WANG Yan— ping, LI Chu- jie
( Department of Pathophysiology , Medical College ¢ Jinan Unwersity, Guangzhou 510632, China )

[ABSTRACT] AIM: To observe the influence of glycine on intracellular free calcium, the concentration of tur
mor necrosis factor— a and the survival rate of myocardial cells during hypoxia/ reoxygenation (H/ R). METHODS: The
simulated model of myocardial ischemia— reperfusion with the primary cultured cardiomyocytes of neonatal rats was estalr
lished, and the cultured cardiomyocytes were divided into seven groups, control group, hypoxia/ reoxygenation group,
glycine (0.5 mmol/L) plus hypoxia/ reoxygenation group, glycine ( 1. 0 mmol/ L) plus hypoxia/ reoxygenation group,
glycine (2.0 mmol/L) plus hypoxia/ reoxygenation group, glycine (4. 0 mmol/ L) plus hypoxia/ reoxygenation group, 4.0
mmol/ L. glycine group. RESULTS: Within certain concentration ( 0.5— 2. 0 mmol/ L), the glycine could inhibit the
calcium overload resulting from hypoxia/ reoxygenation injury in cells in a dose— dependent manner with the optimal ir
hibitory effect at 2. 0 mmol/ L. Glycine inhibited the secretion of tumor necrosis factor— a from myocardial cells and irr
creased the survival rate of myocardial cells. CONCLUSION: Glycine has a protective effect on hypoxia/ reoxygenation
myocardial cells, which may be related to inhibiting calcium overload and decreasing the production of tumor necrosis fac
tor— a.
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