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Protective effects of L-carnitine on the metabolism of ischemic-reperfusion rat heart in vitro
XIE Jiang, ZENG Qiu-tang, WANG Le, FU Zuo-lin (Department of Cardiology, Union Hospital, Tongji Medical College of Huazhong Uni-

versity of Seience and Technology, Wuhan 430022, China)

Abstract: Objective To investigate the protective effects of L-carnitine on myocardial ischemic-reperfusion in-
jury in rats. Methods All isolated hearts of thirty-six SD rats were perfused for 20 min on Langendorff apparatus
with oxygenized K-H solution. After exposed to ischemia for 30 min, the hearts were reperfused with different solut-
ions so as to 3 groups: group A with K-H solution for 120 min as control; group B with K-H solution mixed with 5
mmol/L. L-carnitine for 20 min, then K-H solution only for 100 min; group C treated with the same process as group
B, substituting 5 mmol/L L-camitine for 10 mmol/L.. + dp/dt, LVDP and coronary flux were investigated during the
entire procedure. The level of ATP and hepatin in tissue, and the content of LDH and CPK in the coronary efflux
were measured. Results As compared with group A, groups B and C showed that the treatment of L-camitine can
lead to a better outcome, + dp/dt,,, and LVDP were higher, coronary efflux was augmented, the ATP and hepatin

concentration were higher in the tissue while CPK and LDH were lower in efflux. Conclusion L-camitine has pro-

tective effects against ischemia-reperfusion injury partially due to its prevention of energy loss.
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A: Group A (TEM x6300); B: Group B (TEM x5 000); C: Group C (TEM x 6 300)
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Fig 1 Ultrastructure of the myocardium of 3 group
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