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Pyridostigmine bromide causes myocardial infarction in myasthenia gravis: a case report and literature review
ZHOU Lizhi,HU Yun,ZHOU Lixin, et al. (The First Affiliated Hospital of Hunan Normal University, Changsha 410005, China)
Abstract:

ceptors at the neuromuscular junction. It is commonly treated with cholinesterase inhibitors such as pyridostigmine bro-

Myasthenia gravis is an autoimmune disease , which is usually mediated by antibodies to acetylcholine re-

mide. Although cardiovascular events with the drug are rare, it is very important to early recognize disease changes and be
alert to potential cardiovascular events in patients with myasthenia gravis. Therefore, we report a case of an elderly female

patient with myasthenia gravis developing acute myocardial infarction and then sudden cardiac death following anticholines-

terase therapy, and discuss the possible causes of adverse cardiovascular events based on this case.
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