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Macrophage Polarization and Its Role in Development of Atherosclerosis
Zhou Bingbing', Li Yujie?, Li Qi*, Yang Qing’, Weng Xiaogang’, Chen Ying’, Wang Ydgjie’, Guo Yan’,
Liu Xucen?, Gong Zipeng®, Kan Xiaoxi’, Zhang Ruijie’, Zhu Xiaoxin'*
(1. School of Pharmacy, Anhui University of Chinese Medicine, Hefer 230031, Chinas
2. Institute of Chinese Materia Medica, China Academy of Chinese Medical Sciences, Beijing 100700, China)

Abstract: Atherosclerosis (As) is an important pathological basis of cardiovascular and cerebrovascular diseases. The

pathogenesis studies of As have been a hot topic in the field of vascular biology research. The inflammation is known

as a major participant in the development process of As. And monocyte—macrophage plays a central role in inflam-

mation. In recent years, with the deepening research on inflammatory mechanisms, the As macrophage polarization is

attracting researchers” attention. Under different environmental inductions, macrophages develop into M1 and M2

phenotypes. M1 macrophages

(classical type), which can stimulate the secretion of pro-—inflammatory cytokines, is

(World Science and Technology/Modernization of Traditional Chinese Medicine and Materia Medica) 1172



2014 * Vol.16 No.5

generally considered as pro—inflammatory subtypes and can facilitate the progress of As. Whereas, M2 macrophages
(alternative type), which can inhibit pro—inflammatory factor production, function as anti—inflammatory subtypes and
likely to inhibit the progression of As. The mechanisms of As, macrophage polarization in As, and opportunities for
herbal medicines will be summarized in this review.

Keywords: Atherosclerosis, monocyte—macrophage, macrophage polarization, M1 macrophages, M2 macrophages
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