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Expression of long non-coding RNA SNGH 1 6 in oral squamous
cell carcinoma and its effect on proliferation and migration

Abstract
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Objective: To explore the expression of long non-coding RNA (LncRNA SNGHI16) in oral squamous cell
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carcinoma cell lines and its effect on proliferation and migration. Methods: We compared the expression of
LncRNA SNHG16 in oral squamous cell carcinoma cell line, Cal-27, Tca8113 and tongue scale cancer cell line
(TSCCA), and normal oral squamous cell line, HOK by quantitatie realtime PCR (qRT-PCR). The TSCCA
cell line was divided into three groups: SNHG16-siRNA group transfect with pcDNA3.1-LncRNA-SNHG16-
siRNA, NT-siRNA group with pcDNA3.1-LncRNA-SNHG16-NC and Control group with blank plasmid
by Lipofectamine™ 2000. MTT assay and cell wound scratch assay was used to measure the proliferation and
migration ability. qRT-PCR and western blot was used to measure the expression level of E2FS mRNA and protein.
Results: Compare to the normal oral squamous cell line, HOK, the expression of LncRNA SNHG16 had a higher
expression in oral squamous cell carcinoma cell line, Cal-27, Tca8113 and TSCCA. After transfection of LncRNA
SNGHI16 for 0, 24, 48, 72 and 96 h, the proliferation of oral squamous carcinoma cells was inhibited significantly
(P<0.01). The scar healing rate was (27.8+2.1)% in SNHG16-siRNA group, which was significantly lower than
(56.9+5.70)% in NT-siRNA group (P<0.01). The expression level of E2FS mRNA in SNHG16-siRNA group was
0.49+0.031, which was significantly lower than 1.0+0.04 in NT-siRNA group (P<0.01). The expression level of E2FS
protein was 0.57£0.05 in SNHG16-siRNA group, which was significantly lower than 1.0+0.03 in NT-siRNA group
(P<0.0S). Conclusion: LncRNA SNGH16 has a high expression in the oral squamous cancer cell lines. Silencing

the expression of LncRNA SNHG16 can inhibit oral squamous carcinoma cell proliferation and migration, which

mechanism may be associated with down-regulated expression of E2FS.
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Figure 1 Expression of LncRNA SNHG16 in oral squamous
cell carcinoma and normal oral squamous cell line

**P<0.01.
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Figure 2 After transfection of 24 h, silencing the expression of LncRNA SNHG16 can inhibit oral squamous carcinoma cell
proliferation

(A)3ZHLncRNA SNHG 16 FIXT ik it LR s (B)34L4nfudds i 2k thds . *P<0.01.

(A) Comparison of SNHG16 expression between the 3 groups; (B) Comparison of proliferation curve between the 3 groups. *P<0.01.
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Figure 3 Silencing the expression of LncRNA SNHG16 can inhibit oral squamous carcinoma cell migration
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(A) Cell wound scratch assay of the two groups; (B) Comparison of scar healing rate between the two groups.
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Figure 4 Silencing the expression of LncRNA SNHG16 can inhibit the expression of E2F5
(A)PIZHE2FS mRNAMIX RN B LA (B)WesternEJ B A I P ZHE2F S8R K185 (C)PIZHE2RSER I LA, *P<0.05,

**P<0.01,

(A) Comparison of E2FS mRNA between the two groups; (B) Expression of E2FS protein between the two groups by Western blot; (C)

Comparison of E2FS protein between the two groups. *P<0.05, **P<0.01.
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