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Tanshinone 1II, attenuates myocardial ischemia-reperfusion induced
arrhythmias in rats via PKC/CX43 pathway
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Abstract: Objective To investigate the effect and mechanism of tanshinone II, (TA) on reperfusion arrhythmia. Methods Totally 60
SD rats were randomly divided into six groups: control group, model group, TA low and high dose (10 and 20 mg-kg™) group, PKC
activator group PMA (5 mg-kg™) and TA (20 mg-kg ™) combined with PKC inhibitor Rottlerin (5 mg-kg™") group, 10 in each group.
The model of myocardial ischemia/reperfusion (I/R) was established in SD rats, which lasted for 30 min and 30 min respectively.
Recorded the lead II electrocardiogram of each group of mice during reperfusion and scored the severity of arrhythmia after
reperfusion. At the end of reperfusion, the levels of creatine kinase isoenzyme (CK-MB), lactate dehydrogenase (LDH), aspartate
aminotransferase (AST), and cardiac troponin (cTnT) in the jugular vein blood were measured by Elisa kit. The contents of
malondialdehyde (MDA) and the activity of superoxide dismutase superoxide dismutase (SOD) were detected by kit. The mRNA
levels of protein kinase C (PKC), and gap junction protein 43 (Cx43) were detected by real time fluorescence quantitative PCR
(qRT-PCR). The protein levels of PKC, phosphorylated PKC, Cx43 and phosphorylated Cx43 were detected by Western blotting.
Results Compared with the model group, the contents of CK-MB, LDH, AST, ¢TnT and MDA in TA two dose groups and PKC

activator group were significantly decreased, while the activity of SOD was increased, the frequency of premature ventricular beats
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(PVB), the frequency and duration of ventricular tachycardia (VT) and ventricular fibrillation (VF) were significantly reduced, the
differences were statistically significant (P < 0.05, 0.01, 0.001). TA combined with PKC inhibitor could weaken the above-
mentioned effects of TA (P < 0.05, 0.01, 0.001). Compared with the model group, the levels of Cx43 mRNA and phosphorylated
Cx43 were increased in the two TA dose groups (P < 0.01, 0.001), but the effect was attenuated by PKC inhibitor (P < 0.05, 0.001).

Conclusion TA ameliorates reperfusion arrhythmia and myocardial I/R injury by activating PKC to regulate CX43 expression and

phosphorylation.
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