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[Abstract] Objective To investigate the role of Cav-3 in the protection of cardiomyocytes a-
gainst hypoxia by propofol. Methods Rat primary H9C2 cardiomyocytes were cultured to establish
cell hypoxia-reoxygenation model. The cells were assigned to the following groups: normal control
group (group NC), high glucose group (group HG), HR under high glucose group (group HR),
propofol treated group (group P), Cav-3 inhibitor group (group PI) or the solvent DMSO group
(group D). The degree of cardiomyocyte injury, myocardial oxidative stress response, mitochondrial
function, Cav-3 protein expression, AKT and STAT3 activation were compared. Results Compared
with group HR, the cell viability. total SOD (T-SOD) . mitochondrial activity, ATP content, Cav-3
protein content, AKT and STAT3 activation in group P were significantly increased (P < 0.05),
while LDH, CK-MB, c¢Tnl, the ratio of Bax to Bel-2, caspase-3 and caspase-9, the number of DCF-DA
positive cells, the fluorescence green-red ratio of MDA and JC-1 staining and MPTP opening were signifi-
cantly decreased (P < 0. 05). Compared with group P, cell viability, total SOD (T-SOD), mitochondrial
activity, ATP content, Cav-3 protein content, AKT and STAT 3 activation in group PI and group D100
were significantly decreased, while LDH, CK-MB, c¢Tnl, the ratio of Bax to Bcl-2, caspase-3 and caspase-
9, the number of DCF-DA positive cells, the fluorescence green-red ratio of MDA and JC-1 staining and
MPTP opening were significantly increased (P < 0. 05). Conclusion Propofol attenuates mitochondrial
damage and cell death after hypoxia in H9C2 cardiomyocytes by up-regulating Cav-3.
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