DOT :10. 160167j. 1000 5404. 2004. 23. (D9

26 23 Vol. 26 No. 23
2004 12 ACTA ACADEMIAE MEDICINAE MILITARIS TERTIAE Dec. 2004 2105

i 5, 1000-5404 (2004) 23-2105-03

SD
B E A, %54, 52 5K BA ( , . , 400038)
: B . ik ;
(LDH) ; . R
; LDH .
ZEi , LDH , ,
. R322.11; R364.4; R977.4 . A

Protective effect of glycine on hypoxic injury to murine cardiomyocytes

7ZHOU Jun-li, HUANG Yue-sheng, DANG Yong-ming (State Key Laboratory of Trauma, Burns and Combined Injury, Institute of Burns
Southwest Hospital Third Military M edical Univesity, Chongqing 400038 China)

Abstract: Objective To investigate the pwotective effect of glycine (Gly) on hypoxic injuty to murine cardio-
myocytes and the mechanisms. Methods The survival rate of cardiomyocyte survival was detected by trypan blue ex-
clusion and lactate dehydrogenase (IDH) with an ultraviolet spectrophotometer. Ca changes in the cardiomyocytes
were detected by laser confocal microscopy. Results Glycine markedly impwoved the survival rate of cardiomyocytes
and decreased the release of LDH in cardiomyocytes after hypoxia. The pwotective effect was in a dose-dependent
manner. Glycine could also block calcium overload after hypoxia. Conclusion Glycine has the protective effect on
cardiomyocytes through the improvement of survival rate, decrease of LDH release, and blockage of calcium overload
after hypoxia.
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