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[Abstract]  Objective: To explore the effect of angiotensin [[ (Ang [[ ) on hypoxia-induced
phenotype switch and collagen synthesis of human lung fibroblasts (HLF). Methods: The HLF-1 cell
line was cultured in hypoxic condition, and randomly divided into three groups: control group, Ang [l
group, and Ang|| + telmisartan (TST) group. The a-smooth muscle actin («~SMA ) protein expression
levels were measured by immunofluorescence localization analysis. The collagen type [ (Col- [ ) protein
expression levels were detected by Western blot.  Results; The expression levels of a-SMA and Col- | in
hypoxic HLF-1 cells were significantly increased after Ang ]| treatment and the effect was significantly
inhibited by telmisartan, an angiotensin [[ type 1 receptor inhibitor. Conclusion: Ang || /angiotensin [[
type 1 receptor can induce phenotype switch and collagen synthesis in hypoxic HLF.
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