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The function of macrophage polarization in rheumatiod arthritis

LI Xue, LUO Qing*
(Department of Clinical Laboratory, First Affiliated Hospital of Nanchang University, Nanchang 330006, China)

Abstract: Rheumatiod arthritis (RA) is a chronic immune-mediated disease marked by inflammation in joint lining
and bone destruction. Macrophage has chemotactic, phagocytic and immunomodulatory functions, which is
involved in specific and nonspecific immune response. Its occurrence plays a crucial role in the development of RA.
The polarization of different forms of macrophages and its role are the focus of research on the pathogenesis of RA
in recent years. Macrophages are mainly divided into two extreme subsets, classical activation (M1) and alternative
activation (M2). Immune inflammatory responses occurred in RA directly affect the state of the polarization of
peripheral blood mononuclear cells, synovial macrophages and synovial fluid macrophages, resulting the increase of
M1 pro-inflammatory macrophages, thus breaking the M1/M2 equilibrium. This review summarized the
macrophage polarization and its role in development of RA.
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