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[ Abstract] Peripartum cardiomyopathy( PPCM) is a special type of cardiomyopathy that occurs late in pregnancy or within 5 months

following delivery,which presents as heart failure syndromes and left ventricular ejection dysfunction. Recent ten years, there has been a

number of studies focus on cardiomyopathy genetics in PPCM patients. Those studies provided theoretical basis of genetics on the mechanism of

PPCM. This review summarizes genetics findings of PPCM.
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