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High stretch aggravates the damage to cardiomyocytes under burn sera and hypoxia

FAN P eng—jul, HUANG Yue-shengl , HUANG Xiao-yuanz, ZHENG Junl ( 'State Key Laboratory of Trauma Burns and Combined Tnju-
ry, Institute of Burns Southwest Hospital, Third Military Medical University, Chongqing 400038; ?Depariment of Bums, Xiangya Hospital, Central

South University, Changsha 430008, China)

Abstract: Objective To investigate the effects of high stretch on cardiomyocytes under burn sera and hypoxia
in order to explore the effects of high load on cardiomyocytes after severe burn. Methods Cardiac ventricular myo-
cytes isolated from neonatal rats were employed as the taget cells. The cells were respectively stimulated by sera from
nomal rat, bum sera plus hypoxia and bumn sera plus hypoxia and 10% axial static stretch. The viability of cardio-
myocytes was determined using MTT assay, and the degree of damages on cardiomyocytes by detection of the activities
of lactate dehydrogenase (LDH) and creatine phosphokinase (CK). Results Compared with that in normal groups
the cell viability decreased mildly at 1 and 3 h after cells were stimulated by burn sera plus hypoxia and decreased
markedly at 6 h after stimulation (P<Z0.01). The activities of LDH and CK increased significantly at 1 h after stim-
ulation (P<0.01). Compared with that in the fomer two groups, the cell decreased significantly by burn sera plus
hypoxia and 10% axial static stretch at 1 h, and the activities of LDH and CK increased at a very high level which
reached 70—80 times as much as those in the nomal group and 5— 6 times as much as those in burn sera plus hy-
poxia group at the same time point. Conclusion High stretch can aggravate the damage to cardiomyocytes uner bum
sera combined with hypoxia.
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