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The Protective Effect of L — Carnitine on Cardiomyocytes
Apoptosis Induced by Serum Deprivation
JIAO Hongzhi
( Jinzhou Medical School Jinzhou 121000 China)

Abstract: Objective To explore the protective effect of L — carnitine on serum deprivation — induced apoptosis of neo—
natal cardiac myocytes. Methods Cultured neonatal cardiomyocytes were divided into normal group model group and treat—
ment group with different doses of L — carnitine ( 20 40 80 pg/mL) . The cell viability was determined by MTT assay. Ap—
optosis index was determined by flow cytometry. Caspase —3 was investigated by western blot. Results L — carnitine showed
the fountion of protective effect expressed as increased cell viability and decreased apoptosis index and caspase — 3 expression.
Conclusion L - carnitine has the protective effect on cardiomyocytes apoptosis induced by serum deprivation.
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