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Lycorine attenuates fibrosis in primary cardiac fibroblasts
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Abstract

Objective: To investigate the effects of lycorine on cardiac fibroblast fibrosis by establishing an in
vitro myocardial fibrosis model. Methods: Primary rat cardiac fibroblasts were isolated and cultured in
vitro. Angiotensin [l (Ang Il ) was applied for different times (0, 6, 12, 24, and 36 hours) to deter-
mine the optimal stimulation duration for fibrosis induction. Subsequently, lycorine was co-cultured
with the fibroblasts. Western Blot was performed to assess the expression levels of fibrosis-related
markers (COL1A1 and «SMA) and key components of the Wnt/B-catenin pathway (Wnt3A and
B-catenin). Results: The profibrotic effects of Ang I increased in a time-dependent manner, peaking
at 24 hours. Lycorine significantly attenuated Ang Il -induced fibrosis, as evidenced by significantly re-
duced expression of COL1A1l, «oSMA, Wnt3A, and B-catenin. Conclusion: Lycorine ameliorates
Ang Il -induced fibrosis in rat primary cardiac fibroblasts via the Wnt/B-catenin signaling pathway.
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