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Fig. 2 Characterization of cells using Immunocytochemistry (Scale bar = 100 pm)
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Note: NC, The control group without the addition of the antibody for the target protein.
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Fig. 3 Characterization of cells using Western Blot
: CF, ONERRET 44 o
Note: CF, Cardiac Fibroblast.
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Isolation, identification and application of

cardiac fibroblasts in cats

Hu Jiayi”, Chen Xiangning, Chen Yu, Liu Mengmeng’
(School of Tropical Agriculture and Forestry, Hainan University, Haikou, Hainan 570228, China)

Abstract: Cardiac fibrosis is an important cause of sudden death in animals with heart disease. Cardiac fibroblast is one of the
main cell types involved in cardiac fibrosis. In this study, primary cardiac cells were successfully isolated from cats and
successfully cultured in vitro for five generations. The cells were characterized by using cell morphology and molecular biology
methods and were found to meet the characteristics of cardiac fibroblasts. After TGFf1 stimulation, the activated fibroblast
marker a-SMA protein increased its expression level after 48 hours of stimulation, indicating that TGFf1 stimulation promoted
the activation of primary cardiac fibroblasts in cats. The results can provide reference for exploring the pathogenesis of cardiac
fibrosis and provide a cytological basis for the study of cardiac fibrosis.

Keywords: cat; cardiac fibrosis; cardiac fibroblast; isolation and culture
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