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Effect of sodium tanshinone [[ A sulfonate on the inflammatory
reaction in cardiac muscle cells mediated by the

sympathetic nervous system
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(Department of Emergency, The Red Cross Hospital of Wuhan City, Wuhan 430015, China)

Abstract Objective: To observe the effect of sodium tanshinone [[ A sulfonate on the inflammatory reaction
mediated by the sympathetic nervous system in cardiomyocytes. Method: The primary myocardial cells were cul-
tured in vitro. Different concentration of tanshinone [[ A were performed to intervene the inflammatory response
induced by angiotensin [[. The expression of TLR4 and TNF-a mRNA were detected by real time PCR,and the
level of TNF-a was measured by ELISA,and the expression of IkBa and NF-kB p65 were detected by Western
blot. Result: The expression of TLR4 and TNF-a mRNA in cardiomyocytes,as well as the concentration of TNF-«
in cell culture supernanant decreased. And the levels of myocardial plasma protein 1 kappa B alpha decreased and
the levels of nuclear protein NF-kappa B p65 increased after application of the different concentration of tanshinone
Il A,and this effect was in a concentration-dependent manner. Conclusion: Sodium tanshinone [l A sulfonate has a
positive effect on the inflammatory response induced by Ang [l stimulation in cardiomyocytes,and its mechanism

might related to the inhibition of NF-kB activation and the depression of secretion of inflammatory cytokines in the

cells.
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