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Differential expression of long non-coding RNA in nasopharyngeal carcinoma tissues
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Abstract: Objective To detect the differential expression of long non-coding RNA (IncRNA) in nasopharyngeal
carcinoma (NPC) tissues and normal nasopharyngeal epithelial tissues to provide experimental basis for studying the role of
IncRNA in nasopharyngeal carcinogenesis. Methods Three cases of nasopharyngeal carcinoma tissues and three cases of
normal nasopharyngeal epithelial tissues were selected. The total RNA was extracted with Trizol method. The IncRNA
expression profiles of the two groups were compared by using gene chip technology. The differentially expressed IncRNAs
were screened, and the chip results was further verified by using real-time fluorescence quantitative PCR (qQRT-PCR). Results
A total of 454 differentially expressed IncRNAs were screened, of which 173 were up-regulated and 281 were down-regulated
in nasopharyngeal carcinoma tissues. Compared with that in normal nasopharyngeal epithelial tissues, the expressions of Inc-
RBBP8-1:2 and Inc-MICALL2-1:8 in nasopharyngeal carcinoma tissues were all significantly higher, and the differences were
statistically significant (P<0.05), which was consistent with the chip results. Conclusion Compared with normal
nasopharyngeal epithelial tissues, there is a significant difference in the expression of IncRNA in nasopharyngeal carcinoma
tissues.
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