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~ Clinical features of patients with myocardial bridge
CHEN Yanming , WANG Shiwen , XIAO Tiehui, et al
Institute of Geriatric Cardiology s Chinese PLA General Hospital, Beijing 100853, China

[Abstract] Objective To investigate the clinical features, treatment and prognosis of patients with myocardial
bridge. Method Clinical features of 33 patients with myocardial bridge were analyzed retrospectively. Results
Male patients were more than female ones in the 33 patients and the average age was (52+11) years. Myocardial
bridge was mostly located in the middle segment of the left anterior descending artery. Thirteen patients had hyper-
tension, 5 had coronary atherosclerotic disease, 4 had hyperlipidemia, and ‘3 had diabetes mellitus. Majority of the
patients received medication, and 5 patients were treated with intracoronary stent implantation and surgery. Twenty-
four patients were followed up. During a mean 2. 2 years of follow-up, 18 of the patients required medication, and
there was no cardiac death, Conclusion Patients with myocardial bridge may present atypical chest pain, which may
have relation with myocardial ischemia. Medication, stent implantation and bypass graft surgery may improve patients
‘ symptoms, The prognosis of the patients with myocardial bridge is usually good.
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