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[(FE] BM #ArREED @& (NSCLC) 48 i £ F= iE % AF L & 20 i % K 4% 4F %5 25 RNA PTENP1(Ln-
cRNA PTENPD) # % i, 3% 4 it & & LncRNA PTENPL 34 NSCLC 48 it ¥ 58 4o it £ 89 % v 5F 1 & 2 4L 4],
Fix KA E#EE S PCR(GQRT-PCR) # K4 NSCLC 486 2 A549.H1299,H1650, HCC827 #= iE % A £ &
2 e, 2 BEAS-2B '+ LncRNA PTENPI # % i, NSCLC %1 f2 % H1299 % %) 4 % LncRNA PTENPI i & ik i
(PTENP1 40) , M #5338 %2 (Vector 41) B % & Jit #: (Blank 20) , CCK-8 3 A= 2m B %] JE 55 B 5 3 M 2 2m foL 38 54 Fo iE
# 4% 7 . Western blot %1 PTEN #= SOCS6 & & #9 &5, ZHR NSCLC 49 % A549,H1299 ,H1650, HCC827
LncRNA PTENPI #4 48 %¢ & ik K F 80 BAK T AE 5 M £ & 4800 %2 BEAS-2B(P<C0.05), 48l 4iti)s 0.24.48 h,
PTENPI 485 Vector 48 450 nm & B FE AL (A 15) LA R £ 57 (P>>0.05);72.96 h, PTENPI 48 A,;, 1490 2 1%
F Vector 28 (P<C0.05), PTENP1 21 %] J& A A% 4 (29. 542. 6) %, Vector 28 4 (53. 4=4. 8) %, Blank 28 4 (52. 7+
5.3)%,PTENPI 21 X| J& & A % 8] R 4% T Vector 2B (P <C0. 01), Vector 21 5 Blank 28 £ 8 8 2 F (P >0. 05),
PTENPI1 48 PTEN.SOCS6 & & #8 xF £ 35 /K F & F Vector 28 (P <<0. 01),Blank 285 Vector 28 £. Bl & 2 5+ (P>
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effect on proliferation and migration
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[Abstract] Objective To study the expression of long-chain non-coding RNA PTENP1 (LncRNA PTENP1) in
non-small cell lung cancer (NSCLC) cell lines and normal lung epithelial cell lines,and to explore the effect of over-ex-
pression of LncRNA PTENP1 on the proliferation and migration of NSCLC cells and elucidate its mechanism.
Methods The expression of LncRNA PTENP1 in NSCLC cell lines A549,H1299, H1650, HCC827 and normal lung
epithelial cell line BEAS-2B was detected by real-time fluorescence quantitative PCR (qPCR). LncRNA PTENPI over-
expression plasmid (the PTENPI group) ,negative control plasmid (the vector group) and blank plasmid (the blank
group) were transfected into NSCLC cell line H1299. Cell proliferation and migration were measured by CCK-8 meth-
od and cell scratch test. Western blot was used to analyze the expression of PTEN and SOCS6 protein. Results The
relative expression level of LncRNA PTENPI in NSCLC cell lines A549,H1299, H1650 and HCC827 was significantly
lower than that in human normal lung epithelial cell lines BEAS-2B (P<Z0. 05). There was no significant difference in
value of absorbance at 450 nm (A450) between the PTENPI group and the vector group at 0,24 and 48 h after cell
placement (P>>0. 05) ; while, the of A450 in the PTENP1 group was significantly lower than that in the vector group
at 72 and 96 h after cell placement (P <C0. 05). The healing rate of scratches in the PTENP1 group was (29. 5=+
2.6)%,(53.4+4.8)% in the vector group,and (52. 7£5. 3) % in the blank group. The healing rate of scratches in
the PTENP1 group was significantly lower than that in the vector group (P<C0.01),while no statistically significant
difference was found between the vector group and the blank group (P>>0. 05). The relative expression levels of PTEN
and SOCS6 proteins in the PTENP1 group were higher than those in the vector group (P<C0. 05) ,while no statistically
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significant difference was found between the blank group and the vector group (P >>0. 05). Conclusion Ln-
cRNA PTENPI is under-expressed in NSCLC cell lines. Overexpression of LncRNA PTENPI can inhibit the prolifer-
ation and migration of NSCLC cells, which may be related to the up-regulation of PTEN and SOCS6 proteins.
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