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Advances in polarization of tumor-associated macrophage
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Abstract: Macrophages are an essential effector and regulator in host innate and adaptive immunity. Recent studies
demonstrated that macrophages, within tumor tissue, referring to as tumor-associated macrophages, play an
important role in tumor immune tolerance. In tumor microenvironment, the majority of tumor-associated
macrophages are polarized to M2 macrophages which function as immunosuppressor and therefore promote
tumorigenesis. Meanwhile, under stimulation of some specific factors, tumor-associated macrophages can be
reversely polarized to M1 macrophages which can engulf tumor cells and boost anti-tumor immune response. How

to promote tumor-associated macrophages M1 polarization in anti-tumor immune research has become a hot issue.

Here, we reviewed the latest development in tumor-associated macrophages polarization research.
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