2023,39 I AR I 5 97 4 7
(10):761—767 J Clin Cardiol(China) e 761

RNAZ&HEFEH 20 xR R R

INE =D W gk

(FZE] § kB0 ALK (DCMVD R I R UL 5 & M0 DUk 2 — 2 B IEPE R R N, E4 2 i)
S51ANMIRBURE N . AR E K B DCM 1 B 5 5 P I RAFAE 58t 2 Btk . o RNA 454 55

1 20(RNA-binding motif protein 20, RBM20) 4.0 JLFE 57 1 mRNA 37 829835 K+, & DCM BB 8O L K 2
— . RBM20 Z:PIAHSC DCM HAT 815 50 B e L & 5 48 08 51 L0 JUE 28 00 % w8 45 ™ FE G PR R B . JHL 0l A% 1) B8OA% 4
?ﬁlﬁﬂcirtﬂﬁﬁ:ﬁ O ) g W 7E VR 7 B0 R AT BE PR . AR SOKE X RBM20 482G DCM. 11 & 9% HLEE | 43 F 3% 1%

I RERAE S I6 97 UEAT U R P 25 L X T DCM I 59 () A 5 ik 38 17 35 DRUAG: 0046 o 104655 o 97 o 110 o 2

[XEiE] P kAL RNA 855 37 8 1 20, RNA 2545 28 11 56 H A

DOI:10. 13201/j. issn. 1001-1439. 2023. 10. 006

[(HEHES] R542.2 [x#iRERB] A

The progress of RBM20 related cardiomyopathy
SUN Xiaoyun' SHEN Yang'? HONG Kui' *?

('Department of Medical Genetics, The Second Affiliated Hospital of Nanchang University,
Nanchang, 330006, China;*Jiangxi Key Laboratory of Molecular Medicine;® Department of Car-
diology, The Second Affiliated Hospital of Nanchang University)
Corresponding author: SHEN Yang, E-mail: sain. yong(@ gmail. com

Abstract  Dilated cardiomyopathy(DCM) is one of the common inherited cardiomyopathies and an important
cause of sudden cardiac death. Up to date, 51 DCM-related genes have been reported. Different gene-related DCM
subtypes have specific clinical characteristics and genetic heterogeneity. Among them, the gene of RNA-binding
motif protein 20(RBM20) encodes myocardium specific mRNA splicing regulator, which is one of the definitive
pathogenic genes of DCM. RBM20-related DCM presents severe clinical manifestations such as high genetic pene-

trance, early onset age and high rate of sudden cardiac death. The unique pathogenic molecular mechanism of
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RBM20 also implies its potential as a therapeutic target for heart failure. This review will conclude the pathogene-

sis, pathology, molecular genetics, clinical features, and treatment of RBM20-associated dilated cardiomyopathy.

The research on DCM subtype emphasizes the importance of genetic testing in cardiovascular precision medicine.
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Table 1 Reported RBM20 variants associated DCM
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