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ABSTRACT Objective: To investigate the effect and mechanism of vitamin D deficiency on pulmonary fibrosis in mice. Methods:
The 7-week-old of wild type (WT) mice and vitaminD deficiency (1a(OH)ase™) mice were used in this study. They were mechanically
ventilated at an initial baseline challenge using the pulmonary function testing instrument( WBP-8MR, TOW-INT TECH, Shanghai, China )
to directly evaluate lung ventilatory resistance and compliance, including inspiration time, peak inspiratory flow, expiration time, fre-
quency, tidal volume, minute volume. The lungs were separated, minced, and digested to culture pulmonary fibroblasts, and then analyz-
ing the percentages of SA-B-gal-positive cells or areas. The pathological changes of lung tissues and the distribution collagen fibers were
observed by HE and Masson staining. The expression of p53, p16 of lung tissues were detected by immunohistochemistry staining. Re-
sults: Compared with WT littermates, the ventilation function of 1o (OH)ase™ mice was significantly weakened, and the degree of senes-
cence of lung fibroblasts and the degree of lung tissue fibrosis were increased to varying degrees, and immunohistochemical results
showed that the number of p53 and p16 positive cells associated with senescence also increased significantly. Conclusions: Lack of vita-
min D can promote pulmonary fibrosis, and the possible mechanism is that the activation of p53/p16 signaling pathway induces prema-
ture senescence of lung fibroblasts, which in turn causes abnormal fibrosis of lung tissue.
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Fig.2 HE and Masson staining of lung histopathological sections of WT, 1a(OH)ase™ mice
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Fig.4 Representative micrographs of immunohistochemically for pS3, p16
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