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[Abstract] Objective To investigate the effect of lipoxin A4 on the transformation growth factor beta-
1 (TGF-B1)-induced proliferation and differentiation in human embryonic lung fibroblast (HFL-1) and its
mechanism. Methods The in vitro cultured human embryonic lung fibroblasts HFL-1 were divided into three
groups,including the control group, TGF-1 group and TGF-1+lipoxin A4 group(combined group). The cel-
lular proliferative ability in each group was detected by adopting the cell counting kit at 24,48,72 h respective-
ly. The mRNA and protein expression of a-SMA and type I collagen (COL-1) in each group were observed by
adopting the fluorescent quantitative real-time PCR and Western blot methods. The protein expression of
phosphorylated Nrf2 (p-Nrf2),total Nrf2 and its downstream quinine-resistant oxidoreductase 1(NQO1) and
heme oxygenase -1(HO-1) were detected by using Western blot. Results Compared to the control group,the
cellular proliferative ability of HFL-1 cells in the TGF-1 group was significantly increased (P <C0. 05). More-
over,the mRNA and protein expression levels of a-SMA and COL-1 were increased (P <C0. 01), but the p-
Nrf2,NQO1 and HO-1 protein expression levels in the TGF-1 group were down-regulated (P <C0. 05). Com-
pared with TGF-f1 group,the proliferation capacity of cells at 24,48,72 h in the combination group was sig-
nificantly decreased (P<C0.05). The mRNA and protein expression levels of a-SMA and COL-1 were significantly
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decreased (P<C0. 01), while protein expression levels of p-nrf2, NQO1 and ho-1 were significantly increased

(P<C0. 05). Conclusion

Lipoxin A4 can inhibit TGF-81-induced proliferation and differentiation of HFL-1

cells, moreover this effect may be realized by regulating Nrf2 pathway.
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