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[ Abstract] Objective: Nasopharyngeal carcinoma (NPC) has become the main cause of death in head and neck cancer in China.
Failed local treatment and distant metastasis are the main causes of poor prognosis in patients with advanced NPC. A large number of
studies have shown that ADHIB is a risk gene for a variety of cancers. This study investigated the differential expression of ADHIB in
NPC cells and its effect on the proliferation and migration of NPC cells. Methods: Bioinformatics analysis was performed to compare

the relative expression of ADHIB in head and neck squamous cell

[IFSEHES] 2019-03-09 [1SEEHI] 2019-04-22 carcinoma ( HNSC) and normal tissue. Quantitative real-time PCR
[ELTHE] 284 LHESREK DA AR A5 (qRT-PCR) was used to detect the mRNA expression level of
H (45 :D-201659) ADHIB in NP69, a normal immortalized nasopharyngeal epithelial
[BHEE] ° 24%4, E-mail; jiminfei2015@ 163. com; 4% cell, and in CNE-1, CNE-2, 5-8F and 6-10B, NPC cells. On this
ZEPE, E-mail ; cuipingyang@ mail. kiz. ac. cn basis, a stable NPC cell line which highly expresses ADHIB and a
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pCHD empty vector control was established. The growth curve experiment was used to test the proliferative ability of NPC cells, and the

scratch wound healing assay was used to test the migration ability of NPC cells. Results: Bioinformatics analysis showed that ADHIB

expression in HNSC was lower than that in normal tissue. ADHIB expression was lower in CNE-1, CNE-2, 5-8F, and 6-10B than in

NP69 cells. The proliferation of NPC cells in the over-expressed ADHIB group was lower than that in the pCDH group (P <0.05),

and the wound healing rate in the former was lower than that in the latter (P <0.05). Conclusion; The expression of ADHIB in NPC

cells was significantly lower than that in normal nasopharyngeal epithelial cells, which was consistent with results of bioinformatics anal-

ysis. The high expression of ADHIB in NPC affects the proliferation and migration of NPC cells, which is closely related to and may be

an important target for the occurrence and development of NPC.
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