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Inhibition of magnesium lithospermate B on the c-Jun N-terminal kinase 3mRNA (RPN AT PSS
expression in cardiomyocytes encountered ischemia/Zreperfusion injury AR A A e s
YANG Li-min; XIAO Yao-long; OU-YANG Jia-hui b c-Jun N-A i3

kO LA A
Abstract: AR e

bR EHREEB
AimTo study the function of c-Jun N-terminal kinase 3 (JNK3) in the process of ischemic/reperfused heart ASCARH AR
injury and the mechanism underlying the protective action of magnesium lithospermate B (MTB), a (RS

bioactive compound isolated from Danshen. MethodsBy in situ hybridization, JINK3 mRNA was detected in bR

the ventricular preparations of the Langendorff ischemic/reperfused rat heart. The inhibitory effect of b KB 5 o

MTB on the expression of INK3 mRNA was also investigated. ResultsThe purple and blue hybridization

signals were located in the cytoplasm of the cardiomyocytes, which were weaker in the non-perfused
hearts and stronger in the hearts encountered 30 min of ischemia and 30 min of reperfusion. Image F Article by

analysis showed that the expression of INK3 mRNA in the cardiomyocytes increased after 30 min of
ischemia and 30 min of reperfusion, which showed significant difference compared with that in the
cardiomyocytes of the non-perfused heart and the control heart (P<0.05). Treatment with of 0.1,

F Article by
1 and FArticle by

10 |.1moI-L'1 MTB abolished the elevation of INK3 mRNA expression in the ischemic/reperfused heart
(P<0.05). ConclusionJNK3 may be another component in the signal transduction pathway of

ischemia/reperfusion induced cardiomyocyte apoptosis. MTB may protect the heart from
ischemia/reperfusion injury by reducing apoptosis through inhibition of the JNK3 activity.

Keywords: cardiomyocyte ischemia/reperfusion magnesium lithospermate B c-Jun N-terminal

kinase 3
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