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Exploration on Role of Macrophage Polarization in Coronary Microvascular Dysfunction and
TCM Intervention Based On Theory of Healthy Qi and Pathogenic Factors
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(1. Liaoning University of Traditional Chinese Medicine, Shenyang 110847 , Liaoning, China;
2. The Affiliated Hospital of Liaoning University of Traditional Chinese Medicine, Shenyang 110032, Liaoning, China)

Abstract; Macrophages acquire specific functional phenotypes secrete different cytokines and participate in the process of
coronary microvascular dysfunction through polarization processes. The theory of healthy Qi and pathogenic factors in traditional
Chinese medicine is an important guiding theory for clinical practice, closely related to the occurrence and development of coro-
nary microvascular dysfunction. This article mainly discussed the role of macrophage polarization in coronary microvascular dys-
function, the relationship between the theory of healthy Qi and pathogenic factors and coronary microvascular dysfunction, the
correlation between the theory of healthy Qi and pathogenic factors and macrophage polarization, and traditional Chinese medicine
intervention. From the perspective of the theory of healthy Qi and pathogenic factors, it explored the role of macrophage polariza-

tion in coronary microvascular dysfunction, in order to explain the pathogenesis of coronary microvascular dysfunction and provide

theoretical references for the clinical treatment of coronary microvascular dysfunction.
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