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Research progress on macrophage metabolism and immune function
in coronary heart disease with phlegm and blood stasis syndrome
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[ Abstract] In traditional Chinese medicine, coronary heart disease falls under the categories of “chest impediment
and heart pain” and “true heart pain”, with lipid metabolism disorder and the inflammatory response acting as biochemical
manifestations of “phlegm and stasis” throughout the disease. The energy metabolism of macrophages is closely related to
their immune function and is an important factor in regulating the metabolic disorder and inflammatory responses in coronary
heart disease. This article reviews the role of macrophages in the pathophysiology of coronary heart disease. We discuss how
these metabolic pathways affect the immune responses of macrophages and influence the disease. We delve into the different
modes of macrophage energy metabolism in coronary heart disease, especially the metabolic characteristics and immune
regulatory functions of pro-inflammatory M1 and anti-inflammatory M2 macrophages in the syndrome of phlegm and blood

stasis. This provides a theoretical guidance for understanding the pathogenic mechanism of the syndrome of phlegm and

[ELTHE A BHS % H (232102310403 5 744 0 4 8 AR5 H (23A360013) .
[MEERIN ] EWE (1993—) , L 4 B 7 1) W S 25 B A O LS e . E-mail : cp312579211@ 163. com
[BEEE]RM1974—) B 1+ 2882, A S0, A5 07 1) P EZ5BE O I . E-mail : kevinSme@ 126. com



158 o ] H A PR A 2435 2024 4E 9 45 34 %45 9 5] Chin J Comp Med, September 2024, Vol. 34, No. 9

blood stasis in coronary heart disease and developing new treatment strategies.
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Figure 1 Characteristics of macrophage energy metabolism in phlegmand blood stasis syndrome of coronary heart disease (CHD)
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