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Research progress on cholesterol in head and
neck squamous cell carcinoma
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[Abstract] Head and neck squamous cell carcinoma (HNSCC) is a highly aggressive malignant tumor that
originates from the mucosal epithelium of the oral cavity, pharynx, and larynx, and its occurrence and
development are closely associated with risk factors such as smoking, alcohol consumption, and human
papillomavirus (HPV) infection. Despite the optimization of comprehensive treatment strategies such as surgery,
radiotherapy, and targeted therapy, patients with HNSCC still face clinical challenges such as local recurrence,
distant metastasis, and treatment resistance. In recent years, tumor metabolic reprogramming has been recognized
as one of the core drivers of HNSCC progression, and cholesterol metabolism, as a key branch of lipid
metabolism, has gradually emerged as a research forefront of tumor biology. This review focuses on the functional
studies of cholesterol in HNSCC, and aims to offer new theoretical insights into the prevention of this disease and
the development of therapeutic strategies.
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