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[ Abstract] Objective To evaluate the role of mitochondrial K, channel ( mitoK,.,) in CGRP-in-

duced reduction of cardiomyocyte anoxia-reoxygenation injury in rats. Methods Cardiomyocytes were ob-
tained from 1-3 day old Sprague-Dawley rats and cultured in the culture medium containing 10% bovine calf
serum and then seeded onto 6-well plates at a density of 10x10°/ml (3 ml/well). The cells were randomly
divided into 5 groups (n= 10 each) : control group (group C), anoxia-reoxygenation group ( group AR) ;
CGRP+AR group (group GGRP) ; GGRP+mitoK,,, channel blocker(5-HD) +AR group ( group 5-HD) ;
CGRP+CGRP receptor blocker (CGRPg, ) + AR group ( group CGRPg, ). Except group C, the other
groups were anoxia for 3 hours and reoxygenated for 2 hours. In group CGRP, CGRP ( final concentration
0.1 nmol/L) was added to the culture medium before 2 h anoxia. In group 5-HD, 5-HD ( final
coneentration 500 mol/L) was added to the culture medium 2. 5 h before anoxia, and CGRP (final con-
centration 0. I nmol/L) was added after 30 min. In group CGRPg,,, CGRP,,, (final concentration
1 nmol/L) was added to the culture medium 2.5 h before anoxia, and CGRP ( final concentration 0. 1
nmol/L) was added after 30 min. At the end of reoxygenation, the level of lactate dehydrogenase( LDH) in
the supernatant was detected, the changes in mitochondrial membrane potential were assessed by JC-1 fluo-
rescence assay, the cell apoptosis was detected by Tunnel. Results Compared with group C, the amount of
LDH released and Al were significantly increased, JC-1 monomer/aggregate ratio were significantly
decreased in group AR (P < 0.01). Compared with group AR, the amount of LDH released and AI were

significantly decreased, JC-1 monomer/aggregate ratio were significantly increased in group CGRP (P <
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0.01). Compared with group CGRP, the amount of LDH released and Al were significantly increased, JC-1

monomer/ aggregate ratio were significantly decreased in group 5-HD and CGRP,,, (P < 0.01).

Conclusion CGRP can reduce A/R-induced injury to neonatal rat cardiomyocytes through activating mi-

toK ,;p channel via combing with CGRP receptor.
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