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Abstract: Prader-Willi syndrome (PWS) is a disorder caused by a deletion or disruption of genes in the proximal long
arm of chromosome 15 or by maternal disomy in the proximal long arm of chromosome 15. Commonly associated
characteristics of this disorder include diminished fetal activity, hypotonia, obesity, mental retardation, short stature,
hypogonadism, and small hands and feet. We report a case of Prader-Willi syndrome with dilated cardiomyopathy, and
review its Clinical manifestations, genetic characteristics and treatment method, then analysis the relation with the di-
lated cardiomyopathy.
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