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Reversal Effect of Lefty —2 Protein on the Differentiation of Rat Kidney Fibroblasts( NRK —49F) Induced by TGF - g1 and Its Mechanism.
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Abstract Objective To observe the reversal effect of Lefty —2 protein on the differentiation of renal fibroblasts (NRK —49F) in-
duced by TGF — B1 and to explore its mechanism. Methods The control group is not treated, and the stimulation group was treated with
TGF - 81(10ng/ml) ,and the low dose treatment group was treated with TGF — 81 (10ng/ml) and Lefty -2 (10ng/ml) ,and the middle
dose treatment group was treated with TGF — B1 (10ng/ml) and Lefty — 2 (20ng/ml) , the high dose treatment group was treated with
TGF - 81(10ng/ml) and Lefty -2 (50ng/ml). By immunofluorescence, the expression levels of « — SMA,FN, Vimentin were observed
and by Western blot, the expression levels of & — SMA,FN, Vimentin, p — smad3 and Smad7 were detected. Results The results showed
that the expression of &« — SMA, FN and Vimentin in the stimulation group were significantly increased, and the expression of the treatment
group was significantly decreased (P <0.01). Western blot results showed that the expression of o — SMA, FN and Vimentin in the treat-
ment group were decreased, and the dose effect relationship was found. The expression of p — Smad3 was up — regulated in the treatment
group, the expression of p — Smad3 in the treatment group was significantly lower than that in the stimulation group (P <0.01). The ex-
pression of Smad7 in the stimulation group was significantly lower than that in the treatment group (P <0.01). Conclusion Lefty —2
protein can reverse the differentiation of NRK - 49F induced by TGF — g1. It can decrease the expression of « — SMA, FN and Vimentin,
by activating Smad7 signaling pathway and inhibit the phosphorylation of Smad3 so as to inhibit the Smad3 signaling pathway.
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