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Abstract Objective: To evaluate the association of autoantibodies against the M2-muscarinic receptor (anti-
M2-R) on prognosis of peripartum cardiomyopathy(PPCM) patients with standard treatment. Methods: This was
a single center, prospective, observational study, which began in January 1998 and ended in December 2018. The
84 consecutive patients with newly diagnosed PPCM were enrolled at Beijing Chao-Yang Hospital. Synthetic pep-
tides corresponding to the M2 receptor served as the target antigens in an ELISA experiment. They were used to
screen sera of the 84 PPCM patients, who were separated into anti-M2-R-negative or positive group. All the
PPCM patients received standard therapy regimens and they were assigned to one of the designated investigators

and received follow-up examinations for 5 years after the initiation of the study. Clinical assessment, echocardio-
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graphy examination and 6-minute walk test were performed regularly. The primary endpoint events were all-cause
mortality, cardiovascular mortality, and re-hospitalization for heart failure. Results: The 80 PPCM patients com-
pleted the final data analysis, including 37 in the anti-M2-R(+) group and 43 in the anti-M2-R(-) group. Both
groups showed improvement in the left ventricular end-diastolic dimensions, the left ventricular ejection fraction,
New York Heart Association functional classes and 6-minutes walk distance with standard treatment regimens and
follow-up for 5 years(all P<C0.01). Anti-M2-R(-) patients had greater tolerance and more rapidly titrated to
metoprolol(38. 4£5. 0 mg bid: 26. 644.3 mg bid, P<C0.01; 67.0+10.9 days: 82.8+11.9 days, P<C0.01),
and they had better improvement in left ventricular ejection fraction than patients in the anti-M2-R(+) group
(62.4+6.7%: 57.5+7.4%, P<C0.05). Anti-M2-R(—) patients had a marked decrease of re-hospitalization(P
<C0. 05) but not of all-cause mortality or cardiovascular mortality. Conclusion: PPCM patients have a relatively
better prognosis than other patients. especially anti-M2-R(-) patients. which may be related to the regulation of
autonomic nervous system. We posit that anti-M2-R may be involved in the pathogenesis of PPCM, which need

further study to confirm and clarify its potential mechanism.
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