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Effect of sesamin on collagen secretion and cardiac fibroblasts proliferation induced by an-
gioetensin [[
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[Abstract 10bjective: To observe the effect of sesamin on the collagen secretion and proliferation of cardiac fibroblasts( CF) induced by angiotensin II
( AngIl) as well as the potential mechanisms. Methods: Cardiac fibroblasts were isolated from neonatal rats with trypsin and collagenase digestion and puri—
fied by differential attachment technique. MTT assay was applied to assess the effect of sesamin on the proliferation of cardiac fibroblasts after stimulation
with Ang II. Hydroxyproline method was used to determine the collagen content enzyme linked immunosorbent assay ( ELISA) for measurement of TGF-,
level and colorimetric method for evaluation of the cellular total antioxidant capacity( T-AOC) and malonaldehyde ( MDA) level. Results: Sesamin signifi—
cantly suppressed Ang Il induced CF proliferation and collagen secretion as well as TGF-3, expression( P <0.05 or P <0.01) whereas boosted cellular
T-AOC and led to decrease of MDA level( P <0.05 or P <0.01) . Conclusion: Sesamin is capable of suppressing Ang I induced CF proliferation and col-
lagen synthesis. The potential mechanisms might involve boosted antioxidant capacity and down-regulation of TGF-3, expression.
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