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[ Abstract]

major causes of cardiac remodeling. Previous studies have proven that fibroblasts and myofibroblasts play a ma-

Cardiomyocyte hypertrophy and cardiac fibrosis are the critical pathological features and

jor role during the process of cardiac remodeling. Myofibroblasts are extensively available and constantly experi-
ence two stages of transformation. However, multiple transduction pathways and relevant regulatory factors par-
ticipate in the complex transformation process including TGF-B signaling transduction, angiotensin I signa-

ling, endothelin 1 signaling, transient receptor potential channels and mechanical transcriptional coupling, etc.
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