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Resveratrol inhibits H,O, induced myocardial fibrosis induced by regulating

NLRP3/caspase-1 signaling pathway "
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[Abstract] Objective To investigate the resveratrol (RES) in reducing myocardial fibrosis by inhibiting
in vitro hydrogen peroxide (H, O, )-induced oxidative stress of cardiac fibroblasts (CFs) and its relationship
with NOD-like receptor protein 3 (NLRP3)/caspase-1 (CASpase-1) signaling pathway. Methods The hearts
of SD rats were taken for conducting the CFs culture and divided into the control group, H,O, (10 umol/L)
group and H, O, (10 pmol/L) +RES (5 pmol/L) group. The immunofluorescence was used to identify the CFs
cells. The survival rate of CFs cells was determined by the CCk8 method. PCR was used to detect the gene ex-
pressions of 1L.-1,caspase-1,type I collagen (collagen I) and collagen type [l (collagen [lI) in CFs cells. West-
ern blot was used to detect NLRP3,caspase-1,Collagen] and Collagen [l protein expressions in CFs cells. Re-
sults Vimentin was positively expressed,which proved that the extracted cells were CFs;compared with the
control group,the survival rate of CFs cells in the H,0, (10 pmol/L) group was significantly decreased,and
the difference was statistically significant (P<C0. 05). The gene expressions of caspase-1,Collagenl and Colla-
gen [lI in the H,0, (10 pmol/L) group were significantly increased,and the differences were statistically sig-
nificant (P <C0. 05) ;the protein expressions of NLRP3,caspase-1,Collagenl and Collagen [ll were significantly
increased,and the differences were statistically significant (P<C0. 05). Compared with the H, O, (10 pmol/L)
group,the survival rate of CFs cells in the H,0, (10 pmol/L) +RES (5 pmol/L) group was significantly in-
creased (P<C0.05),the gene expressions of caspase-1,Collagen] and Collagen [l were significantly decreased
(P<<0.05) ,and the protein expressions of NLRP3,caspase-1,Collagen] and Collagen [[I were significantly decreased,
and the differences were statistically significant (P<C0. 05). Conclusion RES can effectively alleviate the myocardial
fibrosis caused by oxidative stress injury by inhibiting inflammation.
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