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The mechanism of the anti-fibrotic effect of coxibs on cardiac fibrosis
created by cryoinjuary was investigated in vivo and in vitro. The results showed that coxibs
suppressed phosphorylation of SMAD2/3 which are downstream molecules of TGF-B signaling and
inhibited fibroblast-to-myofibroblast transition (FMT) in cardiac fibroblasts. These results suggest

that coxibs improveof cardiac function via inhibition of cardiac fibrosis, and have a potential as
an anti-fibrotic agent for treatment of cardiac fibrosis.
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2,5-Dimethylcelecoxib attenuates cardiac fibrosis caused by cryoinjury-induced myocardial infarction by suppressing the

fibroblast-to-myofibroblast transformation via inhibition of the TGF-B signaling pathway
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2,5-Dimethylcelecoxib attenuates cardiac remodeling after cryoinjury-induced myocardial infarction by suppressing the
fibroblast-myofibroblast transformation
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