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Abstract

Oral squamous cell carcinoma is one of the most common squamous cell carcinoma in the head and neck, its development and
development are complex, the main treatments are surgery combined with radiotherapy, neoadjuvant chemotherapy, immunotherapy
and targeted therapy, but the incidence rate and mortality rate of oral squamous cell carcinoma have not improved significantly for
many years. As a research hotspot in recent years, long-chain noncoding RNA has been confirmed to participate in all stages of
tumor development through a variety of ways and molecular mechanisms, and its role in oral squamous cell carcinoma is particularly
important. This paper summarizes several main types of long-chain noncoding RNA in oral squamous cell carcinoma, in order to find
therapeutic targets and provide new ideas for clinical treatment.
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