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Abstract Objective: To clear the role of virus and anti-heart antibodiesCAHA) in the pathogenesis of peripar-

tum cardiomyopathy(PPCM) by analyzing the cause of this disease. Method: The clinical symptoms,results of la-

boratory examination,and prognosis of 32 female patients diagnosed of PPCM in our Hospital from March 2010 to
March 2016 were studied, with the mean age of (27. 6 == 4. 4) years and NYHA with class [[[ in 12 patients
(37.5%) ,class IV in 15 patients(46. 8% ). Coxasackie B virus (CoxB-IgM) , Enteric virus ribonucleic acid (Evs-
RNA) , cytomegalo virus (CMV-IgM) were detected by retrovirus transcription-polymerase chain reaction (RT-

PCR). The ani-heart antibodies(AHA) ,including anti-adenine nucleotide translocator(ANT) antibody,anti-f1-ad-

renocepter(f1-AR) antibody,anti-M2 muscarinic receptor(M;R) antibody.and anti-myosin heavy chain(MHC) an-

tibody are tested by Enzyme-linked immunoadsordent assay (ELISA). Result: Virus were detected in 22 of 32(68.
7%) patients,including CoxB-IgM (n=21,65. 6%), EVs-RNA (n=19,59. 4%),CMV-IgM (n=12,37.5%).
AHA were investigated in 17 of 32(53.1%) patients including anti-ANT antibody in 15(46. 8% ) patients,anti-31-
AR antibody in 15(46. 8% ) patients,anti-M, R antibody in 13(40. 6 %) patients,and anti-MHC antibody in 13(40.
6%) patients. Both of virus and AHA were detected positive in 170f 32(53. 1%) patients. Other causes included

the old age during pregnancy (n=9,28.1%),and multiple prior pregnancies (n=13,40. 6% )in spite of virus and

AHA. After medical therapy for heart failure, the cardiac function of 28(87. 5%) patients improved as measured by
NYHA classification. 2(6. 3% ) patients died at a follow up of (26. 7412, 4) months. Conclusion: Virus and AHA

might play an important role in the pathogenesis of PPCM.

Key words peripartum cardiomyopathy; Virus;anti-heart antibodies; pathogenesis
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