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Research advances in microvascular coronary heart disease”
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[Abstract] Coronary microvascular dysfunction (CMVD) is a common cause of patients with myocardial
ischemia symptom and ECG manifestation but normal coronary angiography. The studies have found that en-
dothelial dysfunction, neuroendocrine abnormalities and chronic inflammation are the main pathogenesis of
CMVD. A lot of new technologies have been developed recently to assess the coronary microvascular function.
The drugs for improving microvascular function, represented by nicorandil, have attracted much attention in
the treatment of CMVD. Based on the fact that coronary microcirculation affecting the structure and function
of the heart by regulating myocardial blood flow, this review proposed the concept of coronary microvascular
heart disease.and reviewed its pathogenesis,diagnosis and treatment,in order to improve clinical cognition and
help physicians accurately identify and treat disease.
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