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Abstract

Objective: To investigate the role of dermatopontin(DPT) in fibrosis and remodeling in dilated
cardiomyopathy and its molecular mechanism. Methods: Patients diagnosed with dilated cardiomyopa-
thy were selected as the dilated cardiomyopathy group and healthy organ donors were selected as the
control group. The expression levels of DPT in hearts were detected. Human cardiac fibroblasts
(HCFs) were cultured with doxorubicin (DOX) to model cardiac injury in vitro, then the HCFs were
treated after the procedures of DPT knock-down and overexpression, respectively, and the expression
levels of DPT, TGF-8/NF-kB signaling pathway proteins TGF-81, Smad2, NF-«B p65, and p-NF-
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kB p65 in HCFs were determined. The proliferation and migration ability of HCFs were detected by
CCK-8 and the cell scratch test. Results: The expression of DPT in the hearts with dilated heart
disease was significantly increased by immunohistochemical staining and Western Blot (P<C0. 05). In
cell experiments, the expressions of TGF-1, Smad2, NF-kB p65, and p~-NF-kB p65 in HCFs in-
creased significantly after the increase of DPT expression (P<C0.05). In addition, overexpression of
DPT can significantly improve the proliferation and migration ability of HCFs. Conclusion: Up-regu-
lation of DPT expression can increase the expression of TGF-81, Smad2, NF-«kB p65, and p-NF-kB

p65, and lead to the proliferation and migration of cardiac fibroblasts, which is closely related to the

occurrence and development of dilated cardiomyopathy.
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