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[ Abstract] Tumor associated macrophages (TAMs) are one of the most common types of stromal cells in solid
tumors. They are closely related to the immunosuppressive status of tumor microenvironment and potentiate the
malignant progress of tumors. Studies have shown that metabolism in tumor associated macrophages has been
reprogrammed and involved in the regulation of their own polarization and corresponding functions and phenotypes.
Metabolic reprogramming refers to the alteration of key enzymes activity, substrate and its associated metabolites’
concentration in a certain metabolic pathway, which accounts for the disorder of original metabolic states. In this paper,
we mainly concentrated on the lipid metabolic reprogramming of TAMs, including triglycerides, fatty acids and their
derivatives, cholesterol, phospholipids, and their regulations on tumor progression. However, the metabolism of tumor
and tumor microenvironment cells is highly heterogeneous. It is worthy of further exploration on the similarities and
differences of lipid metabolism reprogramming between stromal cells and tumor cells, and the mechanism of how
reprogramming modulates cell activity. It will be a new strategy for immunotherapy of tumor with metabolic intervention
to accurately target the lipid metabolism reprogramming of TAMs, so as to promote the polarization of TAMs to M1 like
macrophages, when synthetically considering the diverse types of tumors and different stages of development.
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