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Abstract Objective: To investigate the effect and mechanism of long non-coding RNA MALAT1 (IncRNA MALAT1)

on proliferation and invasion of glioblastoma cells its underlying mechanism. Methods: Real-time fluorescent
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quantitative PCR (qQRT-PCR) was used to detect the expression level of IncRNA MALAT1 in glioblastoma
cell lines (LN-229, U87, A172, U373) and normal glial cell line HEB. The LN-229 cell line was divided into
the MALAT1 group and EV group, which was transfected with pcDNA3.1-IncRNA-MALAT1 and pcDNA3.1
plasmid by Lipofectamine'™ 2000, respectively. The proliferation and invasion ability were measured by
cholecystokinin-octopeptide-8 (CCK-8) and Transwell assay, respectively. The expression level of MMP-2 and
pERK1/2 protein was measured by Western blot. Results: LncRNA MALAT1 was found to be lower expressed
in all 4 glioblastoma cell lines (LN-229, U87, A172, and U373), compared with normal glial cell line HEB. There
was no significantly difference between MALAT1 group and EV group regarding OD,,.., value after transfect for 0,
24, and 48 h (P>0.0S). After transfection for 72 and 96 h. The OD,,,, value of MALAT 1 group was significantly
lower than that in the EV group (P<0.05). The invasive cell number of the MALAT1 group was 95.8+9.1, which
was significantly less than 185.3+13.9 in the EV group (P<0.05). The expression level of MMP-2 protein in the
MALAT1 group was less than the EV group (P<0.05). The expression level of pERK1/2 protein in the MALAT1
group was lower than the EV group (P<0.0S). Conclusion: LncRNA MALAT1 down-regulats the expression

in glioblastoma cell lines. Over-expression of IncRNA MALAT1 can inhibit the proliferation and invasion of

glioblastoma cell lines, which may down-regulate MMP-2 and pERK1/2 protein expression.
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Figure 2 Over-expression of IncRNA MALAT 1 inhibited the proliferation of glioblastoma cell
(A)EVA] 5 MALAT141IncRNA MALAT IFHXT 235 5 HL3;  (B)EVAL S MALAT 141 21 M b4 58 11 46 L3t
(A) Comparison of IncRNA MALAT1 expression between the EV and MALAT1 groups; (B) Comparison of proliferation curve between

the EV and MALAT1 groups.
*P<0.05, **P<0.01, **P<0.001.
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Figure 3 Over-expression of IncRNA MALAT 1 inhibited the invasion of glioblastoma cell
(A)MALAT 141 5 EVA] Transwel I35 (25 i 5244 4, % 200); (B)MALAT 141 SEVAL R 22 4MIELLER
(A) Transwell assay for the MALAT1 and EV groups (crystal violet staining, X 200); (B) Comparison of invasive cell number between the

MALAT1 and EV groups.
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Figure 4 Effect of over-expression of IncRNA MALAT1 on the expression of MMP-2 and pERK1/2 protein
(A)WesternE[l3B K M MALAT 140 }2 EVZIMMP-245 1193635 ;. (B)MALAT141 X EVZH MMP-245 AR #6358 1L ; (C)MALAT1
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(A) Expression of MMP-2 protein of the MALAT1 and EV groups by Western blot; (B) Comparison of MMP-2 protein expression between
the MALAT 1 and EV groups; (C) Comparison of pERK1/2 protein expression between the MALAT1 and EV groups.
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