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Research Progress of Single-cell Transcriptome Sequencing in Immune
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Abstract: We analyze the recent research progress of single-cell transcriptome sequencing of nasopharyngeal
carcinoma (NPC), dissect its tumor immune microenvironment, and focus on the role of myeloid cells, T
cells, B cells, NK cells, and fibroblasts in the mechanism of action in NPC tissues to provide reference for the
diagnosis, treatment, and prognosis prediction of NPC.
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Figure 1 Schematic illustration of cell recruitment and cell—cell interactions in

the nasopharyngeal carcinoma immune microenvironment
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