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[ Abstract |
neonatal rat cardiac fibroblasts induced by TNF-q. Methods

Objective To study the effect of quercetin on proliferation and expression of P38MAPK and HMGBI protein in
Purified cardiac fibroblasts were obtained by trypsin digestion and dif-
ferential adherence method. The proliferation of cardiac fibroblasts was detected by MTT assay. The expression of P38MAPK and
HMGBI protein was detected by Western blot. Results Quercetin had no effect on the proliferation of cardiac fibroblasts in the
basal state but inhibited the proliferation of cardiac fibroblasts induced by TNF-a,and the A value of each group was increased with
the increase of quercetin concentration( P<0. 05). The exspression of P38MAPK ,HMGBI were decresed with the icrease of quer-
cetin, Conclusion Quercetin may inhibit the proliferation of cardiac fibroblasts induced by TNF-a. The mechanism may be inhibit

the expression of HMGBI through P38 MAPK signaling pathway.
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