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Macrophages classification and the difference of their regulatory function
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Abstract: Macrophages play crucial roles in innate and adaptive immunity in response to microorganisms and are
major mediators in inflammatory responses. They can present antigens to T cells. Activated T cells further activate
macrophages by their surface molecules and secretive cytokines. Macrophages can be divided into classically
activated macrophages and alternatively activated macrophages. During inflammations these macrophages express
different surface molecules, cytokines and chemokines. Here, we will introduce the functions of different types of
macrophages in the diseases of insulin resistance, HIV infection and tumor.
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