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Abstract: MyD88 ,as a universal signal adaptor protein,regulates the signal transduction of most
toll like receptor (TLR) and interleukin-1 receptor (IL-1R) cascades,and participates in mediating
innate immunity,as well as regulates inflammatory microenvironment and tumor microenvironment.
Through TLR / MyD88 signaling pathway,MyD88 directly or indirectly affects the secretion of a
variety of downstream immune factors,induces changes in protein or surface molecules secreted by
tumor cells and / or immune cells,and at the same time,causes changes in the type,number and
function of local immune cells in tumor tissue,leading to the deterioration of inflammatory mi-
croenvironment and tumor microenvironment remodeling, which results in the tumor immune toler-
ance and immune escape. MyD88 has dual functions in tumor immunotherapy. On one hand, it in-
hibits the therapeutic effect by secreting immunosuppressive factors;on the other hand,it combines
MyD88 signal with new therapies,such as CAR-T cells and specific peptide,which greatly im-
proves the therapeutic effect of tumor immunotherapy. The combination of functions above makes
MyD88 a promising target for diagnosis and treatment of many kinds of malignant tumors.
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