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[Abstract] Objective To explore the suppressive effect of Penthorum Chinense Pursh (PCP) on trans-
forming growth factor-f (TGF-B)-induced pulmonary fibrosis by regulating Wnt4 in the Wnt signaling path-
way. Methods  Searched for differential gene RNAs related to transcriptomics in the TGF-8 group (six
groups) and the control group (five groups) from the gene expression database GEO,and enriched the differ-
ential genes GO,KEGG,and REACTOME for Wnt signals in the signaling pathway,analyzed the relationship
between TGF-B and related genes in the Wnt signaling pathway,and verified the relationship in vitro experi-
ments. Then,PCP was added to test whether it could inhibit TGF-B-induced pulmonary fibrosis by regulating
Wnt-related genes. The experiment was divided into the blank group,the TGF-8 group,the Wnt4 group and
the PCP+ TGF-B group. Real-time fluorescent quantitative PCR was used to detect fibronectin (FN1),smooth
muscle actin A2 (ACTA2),Wnt4 genes expression in MRC-5 cells, confocal laser was used to detect FN1 and
type | collagen al chain (COL1A1) protein fluorescence quantification. Results Gene transcriptomics analy-

sis found that TGF-f increased its expression by activating the Wnt4 gene in the Wnt signaling pathway,and there
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was a positive correlation between TGF-8 and Wnt signaling pathway. The real-time fluorescent quantitative
PCR results of MRC-5 cells showed that compared with the blank group,the mRNA expression levels of FN1
and Wnt4 genes in the TGF-8 group increased significantly,while the mRNA expression levels of FN1 gene in

the Wnt4 group increased significantly (P<C0.05). Compared with the TGF-8 group,the expression levels of
FN1,ACTA2 and Wnt4 in the PCP+ TGF-8 group decreased significantly (P <C0. 05). The results of laser
light confocal microscopy showed that compared with the TGF-§ group, the proteins fluorescence of FNI1 and
COLI1AL1 in the control group and the PCP+TGF-8 group decreased significantly (P<C0. 05). Conclusion PCP may
inhibit TGF-B-induced pulmonary fibrosis by regulating the expression of Wnt4 in Wnt signaling pathway.
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