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Effect of astragaloside on expression of TLR4 ,NF-«kB and TNF-« in mice with viral myocarditis ZHOU Xin,
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[ Abstract] Objective To study the effect of astragaloside on expression of TLR 4, NF-kB and TNF-a in
mice with viral myocarditis. Methods Eighty male BALB/c mice were randomly divided into three groups including
the Coxsackie-virus B3 ( CVB3 ) infected group (n =30) ,the CVB3 infected and astragaloside -treated group (n =30)
and control group (n =20). The first two groups were intraperitoneally inoculated with CVB 3 to induce myocarditis ,
control group with virus-free Eagle’s medium instead. Astragaloside orally administered everyday in astragaloside -
treated group from 30 minutes after injecting virus for 7 days. Control group and myocarditis group were used normal
saline instead. In the end of first and the second week ,8 mice from each group to select randomly were killed to
examine the myocardial pathologic score by HE staining , expression of TLR4 mRNA ,NF-kB mRNA by RT-PCR and
serum TNF-a volume by ELLSA. Results  Significant up-regulation of TLR4 mRNA, NF-kB mRNA expression
levels ,myocardial pathologic score ,and serum TNF-a volume were observed in mice of the CVB3 infected group in
comparison with control group ( P < 0.01). TLR4 mRNA, NF-kB mRNA expression levels, myocardial pathologic
score,,and serum TNF-o volume were remarkably decreased in astragaloside -treated group compared with CVB3
infected group (P < 0.05). Conclusions  Astragaloside may exerts some beneificial effect by regulating the
expression of TLR4 ,NF-kB, TNF-a, which contribute to reduce the myocardial injury .
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