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Mechanism of IncRNA SNHGI16 targeting PAR]1 to regulate the occurrence

and development of lung cancer”
LI Yan.LIU Jie . GENG Liang ,ZHANG Lu ,WANG Ge .YU Xiaolin
(Department of Integrated Chinese and Western Medicine ,A f filiated Cancer Hospital of
Zhengzhou University/Henan Provincial Cancer Hospital , Zhengzhou , Henan 450008 ,China)

[ Abstract] Objective To investigate the effect and mechanism of long chain non-coding RNA (In-
cRNA) SNHG16 regulating PAR1 on the proliferation, migration and invasion of lung cancer. Methods From
March 2020 to August 2021,lung cancer tissues and adjacent tissues of 35 patients with lung cancer were col-
lected,and lung cancer cell lines (HCC827,A549,SK-LU-1,A427) and normal lung cell lines (MRC5) were
simultaneously cultured. The overexpression model of PAR]I (pcDNA-PAR1) was constructed by using the
expression vector pcDNA3. 1. A549 cells were divided into four groups after transfection: si-SNHG16, si-
PARI1,si-SNHG16+pcDNA-PARI and control (transfection with si-NC). The expression levels of IncRNA
SNHGI16 and PARI in lung cancer cell lines (HCC827, A549,SK-1.U-1,A427),lung cancer tissues and adja-
cent tissues were detected by real-time fluorescence quantitative reverse transcription-polymerase chain reac-
tion (qRT-PCR) ,and the transfection efficiency of each group was verified. MTT assay and clonal formation
were used to determine the proliferation of cells in each group,flow cytometry was used to detect the apopto-
sis of cells in each group.cell scratch and Transwell test were used to detect the migration and invasion ability

of cells in each group,and Western blot was used to detect the protein expression of PARI1. Results The ex-
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pression level of IncRNA SNHGI16 in lung cancer tissue was higher than that in adjacent tissues (P<C0. 05).
The expression level of IncRNA SNHG16 in lung cancer cell lines (HCC827, A549, SK-LU-1, A427) was
higher than that in normal lung cell lines (MRC5), with statistical significance (P <C0. 05). The results of
qRT-PCR showed that the expression level of IncRNA SNHG16 gene was (21. 0240. 04) % of the control af-
ter transfection of si-SNHG16,the expression level of PAR1 gene was (19. 06 £0. 02) % of the control after
transfection of si-PAR1,and the expression level of PAR] gene was 2. 70 = 0. 00 folds of the control after
transfection of pcDNA-PARI1,the difference was statistically significant (P <C0. 05). The results of Western
blot showed that the expression level of transfected in each PARI protein was different from that of the con-
trol (P<C0.05). Compared with the control,the activity of cells transfected with si-SNHG16 was lower, the a-
bility of clone formation,cell migration and invasion was obviously inhibited,and the apoptosis rate was higher
(P<C0.05),while pcDNA-PARI1 could weaken the influence of transfected si-SNHG16 on cell proliferation,
apoptosis, migration and invasion (P <C0. 05). IncRNA SNHG16 was positively correlated with the expression level

of PAR1 (+=0. 61). Conclusion
targeting PARI.
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