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Abstract Objective To investigate the effects of Sargassum fusiforme polysaccharide to the transforming growth factor betal
(TGF - B1) - induced rat lung fibroblast cells in vitro, and to evaluate the anti — fibrotic mechanism of SFPS. Methods Cultured rat
lung fibroblast cells were divided into a control group,a TGF — B1 - treated group and TGFB1(5ng/ml) plus different dosage SFPS — trea-
ted groups( TGF - 81 5ng/ml + SFPS 25ug/ml group; TGF — B1 Sng/ml + SFPS 50ug/ml group; TGF - B1 Sng/ml + SFPS 100 g/ ml
group). Cell proliferation was assessed by MTT colorimetric assay. The levels of collagen type I mRNA and protein was measured by
RT - PCR and ELISA. RT - PCR and Western blot were used to detect the expression of a — smooth muscle actin mRNA and protein .
RT - PCR were used to detect the expression of Smad3,Smad7mRNA. Results TGF - g1 induced proliferation and the expressions of
Smad3 ,Smad7mRNA, collagen type I , a - smooth muscle actin of lung fibroblasts (P <0.05). SFPS prevented TGF - 1 - induced
proliferation and the expressions of Smad3mRNA | collagen type I , o — smooth muscle actin of lung fibroblasts, this prevention effect was
dose — dependent (P <0.05). SFPS increased TGF — B1 - induced expressions of Smad7 mRNA this effect was also dose — dependent ( P
<0.05). Conclusion In vitro cell, SFPS can inhibit TGF - B1 - induced lung fibroblast proliferation, differentiation and expression.
The mechanism may be related to reduced Smad3, promoted Smad7 thereby inhibiting TGF — B/Smads signaling pathway.
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