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Effects of long-chain non-coding RNA HI on proliferation and invasion of oral

squamous cell carcinoma cells by regulating EZH?2 "
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[Abstract] Objective To investigate the effects of long-chain non-coding RNA H1 on the proliferation
and invasion of oral squamous cell carcinoma cells by regulating EZH2. Methods The SCCI5 cancer cells
group,LncRNA HI1 inhibitor group, LncRNA HI1 mimics group (LncRNA HI overexpression vector, L.n-
cRNA H1 low expression vector were transfected into human oral SCCI5 cancer cell) ,and each of the above
groups was set up with 6 parallel samples and cultured for 72 h. After the culture end,the cancer cell viabili-
ty,cell clone formation number,apoptosis level,cell cycle, LncRNA H1,EZH2 mRNA levels and EZH2 pro-
tein level were determined. Results OD value, survival rate,number of monoclonal formation, LncRNA H1,
EZH2 mRNA and protein levels in the LncRNA H1 inhibitor group were lower than those in the SCCI5 cancer
cell group (P<C0.05). OD value,survival rate,number of monoclonal formation, LncRNA H1,EZH2 mRNA
and protein levels in the LncRNA H1 mimics group were higher than those in the SCCI5 cancer cell group and
the LncRNA H1 inhibitor group (P <C0. 05). The apoptotic rate and G, phase in the LncRNA H1 inhibitor
group were higher than those in the SCCI5 cancer cells group (P<C0. 05). The apoptotic rate and G, phase in
the LncRNA H1 mimics group were lower than those in the SCCI5 cancer cells group and the LncRNA H1 in-
hibitor group (P<C0. 05). Conclusion LncRNA HI can promote the proliferation and invasion of SCCI5 canc-
er cells. Its mechanism is related to LncRNA HI1 promoting EZH2 expression.

[Key words| long-chain non-coding RNA H1;EZHZ2;quality of life;oral squamous cell carcinoma; prolif-

eration;invasion.
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) 5 fH Sangon Biotech 2 F) & 5L (B ) o MR 45 il 1 75
B it B 45 ( Thermo Fisher Scientifc), ffi i Lipo-
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inhibitor ZH (P <C0.05), W3+ 1.
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hibitor 21 .
1 %4 SCCl w4l EZH2 EA LR

3 it it

BT YK 22¢12 1 HllncRNA 908 %@
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