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Effects of L-carnitine on energy production and CPT- I mRNA expression in hypoxia/

reoxygenation treated cultured neonatal rat myocardial cells

ZHU Guangxul, XIE Yan', WANG Xiao-hua's ZHOU Zhou's 10U Shu-fen’s YU ZhengfpingI ('Department of Labor Hygiene,
*State Key Laboratory of Trauna, Burns and Combined Injury, Institute of Combined Injury, College of Preventive Medicine, Third Military Medical
Univemsitys Chongqing 400038, China)

Abstract: Objective To investigate the effects of L-camitine (L-Car) on the energy production in cultured
neonatal rat myocardial cells afier hypoxia /reoxygenaﬁon (HR) and its mechanisms. Methods An H/R injury
model was established using primary cultured rat myocardial cells. ATP, ADP and AMP wnients in simple HR-
treated cultured myocardial cells and L-Car-pretreated group were determined by high performance liquid chromatogra-
phy . Camitine Palmitoyliransferase- II (CPT-1I) mRNA expression in cultured myocardial cells was detected by RT-
PCR. Results Compared with those in the control, ATP and ADP contents decreased significantly after 24 h hy-
poxia followed by reoxygenation for O, 2, 4 and 8 h. Compared with that in simple HR group, ATP content in-
creased significantly in L-Car-pretreated group. CPT-II mRNA expression in cultured myocardial cells increased
slightly after hypoxia followed by reoxygenation for 2 h, but it decreased at 4 and 8 h after reoxygenation. CPT-1I
mRNA expression in cultured myocardial cells pretreated with [-Car at 24 h followed by reoxygenation for 4 h in-
creased in a dose-dependent mamer. CPT- Il mRNA expression in cultured myocardial cells pretreated with L-Car at
the dose of 50 mmol /L was significantly higher than that at the dose of 0 nmol L. Conclusion H R results in sup-
pressed energy production in cultured myocardial cells. The possible mechanism may be associated with the down-reg-
ulation of CPT-IImRNA expression. I-Car has protective effect on the H R-induced injury of cultured neonatal rat
myocardial cells, and its mechanism might be involved in the impmovement of CPT- Il synthesis at the transcriptional
level.
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