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A study of TGF —B1 and bFGF in dilated cadiomyopathy

by using immunohistochemistry
DENG Shiziong , et al
(Department of Forensic Medicine , College of Basic Medicine , Chongqing Medical University)

[ Abstract] Objective : The aim of the present study is to investigate the expression of TGF — 81 and bFGF in human DCM myocardi-
um, as well as the roles of TGF — BI and bFGF in DCM myocardium remodeling and the mechanism of sudden death induced by
DCM. Methods :30 specimens of DCM heart and control have been collected from forensic pathologic autopsy. Tissues have been pre-
pared by paraffin section for HE staining, and immunohistochemistry with antibodies against TGFBI, TGFfR1, bFGF, bFGFR. The
staining results have been observed with light microscope and analyzed by image processing system. Results : The results showed that
the protein expression of the TGF — Blin DCM myocardium was increased ,and there was no significant difference of the bFGF protein
expression between DCM and controls. Conclusion : The results of this experiment indicate that TGF — 81is the most important cellular
factor in DCM myocardium remodeling,and the role of bFGF in the remodeling of DCM myocardium needs to be further srudied.
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