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Study on the mechanism of Cthrcl inhibiting TGF-B1 induced hydroxyproline synthesis in fibroblasts”
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[ Abstract] Objective
transforming growth factor-f1 (TGF-f1) on the synthesis of hydroxyproline (Hyp) in fibroblasts. Methods
The fibroblasts were divided into the blank control (NC) group, the TGF-81 group, the TGF-81 + Cthrcl
group and the TGF-81+si-Cthrcl group by interfering with the expression of Cthrcl. The mRNA and protein

To investigate the effect of collagen triple helix repeat protein 1 (Cthrcl) and

levels of Cthrcl and TGF-1 were detected by ¢-PCR and Western blot. The proliferation and activity were de-
tected by CCK-8. The Hyp level was detected by Hyp kit. Results
Cthrcl mRNA and protein were elevated in the TGF-f1 group,cell proliferation ability and activity increased,
and Hyp level increased (P <C0. 05). Compared with the TGF-1 group,the levels of Cthrcl mRNA and pro-
tein in the TGF-B1+Cthrcl group decreased,cell proliferation ability and activity decreased,and Hyp level de-
creased (P <C0. 05). Compared with the TGF-B1 group, the levels of Cthrcl mRNA and protein in the
TGF-B1+si-Cthrcl group decreased, cell proliferation and activity increased, and Hyp level increased (P <<

Compared with the NC group,the levels of

0. 05). Conclusion TGF-81 promotes Cthrcl expression in fibroblasts and promotes Hyp synthesis, whereas
Cthrel inhibits TGF-81 promoting Hyp synthesis.
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