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Abstract:cGAS-STING signaling pathway is one of the most significant immune response path-
way in cells. Through the regulation of innate immunity and adaptive immunity, it plays an impor-
tant role in pathogen infection,tumors,as well as several human autoimmune diseases. This arti-
cle reviews the function,regulation of the ¢cGAS-STING signal pathway,its correlation with tumor
and application in immunity therapy,which may provide the information for anticancer therapy.
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