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Abstract

Objective: To investigate the effect of peptidyl-prolyl cis-trans isomerases C (PPIC) knockdown
on pulmonary fibrosis of mice, fibroblast apoptosis, activation, and extracellular matrix (ECM) pro-
duction. Methods: The expression level of PPIC was detected in Bleomycin(BLM) mouse models of
pulmonary fibrosis at different times, and the cellular localization of PPIC was detected by immunoflu-
orescence. PPIC knockdown was constructed with short hairpin RNA (shRNA), which can reduce
the expression of PPIC in a mouse model of BLM-induced pulmonary fibrosis. Subsequently, lung fi-
broblast apoptosis and collagen expression in lung tissues were detected. Results: PPIC expression
was increased in bleomycin (BLM) —induced mouse pulmonary fibrosis. Immunofluorescence co—
staining showed that PPIC was mainly localized to lung fibroblasts. The number of apoptotic lung fi-

broblasts in BLM mice was lower than in the saline group, and PPIC knockdown significantly in-
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creased the number of apoptotic fibroblasts. More importantly, PPIC knockdown reduced collagen de-

position and fibroblast differentiation in the lung tissue of BLM mice. Conclusion: PPIC knockdown

inhibits the activation of lung fibroblasts and the production of ECM proteins, thereby ameliorating

lung fibrosis in mice.
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