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(Abstract] Nasopharyngeal carcinoma (NPC) is a highly heterogeneous epithelial-derived malignant tumor with significant
geographical aggregation, over 70% of patients with locally advanced disease at initial diagnosis. In TCM, it is classified under

non

categories such as "true headache", "nasal sinusitis", and "malignant tumor mass". The pathogenesis is generally attributed to "
coagulation of toxin, blood stasis, and phlegm, with deficiency root and excess manifestation," while its pattern identification often
involves "heat—toxin accumulation and deficiency of both qi and yin." The therapeutic principle of "expelling toxins and reinforcing

yuan—primodial qi" is proposed, with the core tenets being to dispel toxins, unblock obstructions, and strengthen the foundation to

consolidate healthy qi. Efferocytosis is the process by which phagocytic cells clear apoptotic cells. In the tumor microenvironment,
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excessive efferocytosis can impair antigen presentation, limit immune activation, induce drug resistance, and promote immune

evasion. Although concurrent chemoradiotherapy with platinum-based drugs remains the standard treatment for locally advanced

NPC, challenges such as low chemosensitivity, immune evasion, and poor long—term survival rates still persist. The ecritical

pathological link lies in immune silence caused by overactivation of efferocytosis in the tomor microenvironment. This paper focuses

on the therapeutic principle of "expelling toxins and reinforcing yuan—primodial qi", integrating the efferocytosis to construct a

pattern identification pathway that enhances chemosensitivity. It expands the theoretical and interventional dimensions of TCM in

regulating the tumor immune microenvironment, providing novel insights for integrating Chinese and western medicine to optimize

treatment outcomes for locally advanced NPC.
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Fig.1 Regulatory mechanism of efferocytosis in the chemotherapy microenvironment of NPC
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