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[ Abstract]

Dilated cardiomyopathy (DCM) is one of the most common causes of heart failure. The etiology of DCM

is complex and its mechanisms are still not clear. As a severe disease threatening human health, DCM has been a popular

topic of clinical and laboratory research. An appropriate animal model is an essential prerequisite for the research. In this

paper, the animal models used in relevant literature both at home and abroad were reviewed and analyzed in order to

provide reference for further research.
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FOEME Y 9K B0 LA ( family  dilated
cardiomyopathy, FDCM ) 2 /i | i 7 DCM f& 35 1)
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T il #& i — %51 DCM s B,

1.1 AN E B (sarcomeric protein)
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MRE B REZ, MWl FZh Ik E B
(tropomyosin) LBl FE F1 ( cardiac actin) | JJL45 25
(cardiac troponin) ZH i, MR WL 22 =204 B WLk
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454 2 1 C (cardiac myosin binding protein-C ,
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chain, D94 A-RLC) il % /] BB HY 58748 A8 LBk

22550 S5 W8l 8 1 2208 BAE FE R 08 55 .0 L
Wit J1. BEAL/N BRI 3 8O B T AR
DCM, Bk E A4 A& HEH C H A (cardic myosin
binding protein C, MYBPC) R A5 111 T 2 e 46 T i
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TR R AT I 5 | S 1O WLES A AN (50) DhBE S+ 9 . %l
R AL W) B AL B ( manganese superoxide dismutase ,
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X%, DCM S I8 15697 /2 H AT oF o8 i s 2y
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M EE R, HXR LI ACM 7] fig 5 & 4k
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& R DCM AL 42 | [ i L BOE Sadu Ay i
TR A

IR Mg MR ( furazolidone , FZD ) & — i i 3 1k Mg
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4e, FH00 2 FAL, L 8] W R IS0, BEE H
0BG, AN B AL = AR R T AL =Y
gk, R IO ILEF 4EA S0 D RE R R SRR T
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