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Progress on Metabolic Changes in Tumor Microenvironment

and Tumor Immunotherapy
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Abstract ; Immunotherapy has made significant progress in the field of tumor treatment. Many clinical
trials have revealed the success of immunotherapy based on immune checkpoint inhibitors that ac-
tivate tumor-specific T cells. However,not all cancer patients can benefit from immunotherapy , it
may be due to insufficient metabolic reprogramming of the immunosuppressive tumor microenviron-
ment(TME),which limits the restoration of anti-tumor immunity,leading to malignant tumor pro-
gression. Therefore,a deeper understanding of the key mechanisms of immunosuppressive tumor
microenvironment is of significance. The targeting metabolic reprogramming or signaling pathways
that control cell metabolism may be a new strategy for immunotherapy. This article reviews the role
of metabolism regulation by various types of cells in TME for the tumor development and the im-
munotherapy targeting metabolic pathway.

Key words : tumor microenvironment ; metabolic reprogramming ; immunotherapy ; metabolic compe-
tition ; immune escape
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