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Abstract: Complement Clq and tumor-associated macrophages (TAMs) are involved in the tu-
morigenesis of malignant tumors. Recent studies have revealed that C1q-positive TAMs(C1q*"TAMs)
are closely related to the progression and immunotherapy resistance of various malignant tumors,
indicating that C1q*TAMs might be used as new molecular markers for predicting prognosis, metas-
tasis, and recurrence of malignant tumors, and potential treatment targets. This review summarizes
the mechanisms of Clq, TAMs, and C1q*TAMs mediated resistance of tumor immunotherapy.
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