J South Med Univ, 2018, 38(8): 923-930

doi 10.3969/j.issn.1673-4254.2018.08.04 - 923 -

RNA MALAT-1
Hep-2

ek higd, B B TR IRAE L F

R IR H — B E IR 5ok Sk UM, S #E3% 233004

T BA BEUTRPR AR TS RNA MALAT-1 3 R AMEEER AN Hep-2 405N . Fask (FFHSCAT R A ifaE s N (RT-
PCR) LIk AL S0 |z (NPE) itk NP-69 1 2 BEAG FaDu . Hep-2 A& CNE-2Z 4 MALATL (953X , {4 FH shmalatl
TSR EREFE UL Hep-2 it , RT-PCRAGINIH: MALATL (9335 . B R, MTT 15 B MALAT-1 X 408 5s i s . Jn=Cam
AR 40 i A A AR T, SR Transwell /N2 4630 Hep-2 410 93T 4% . $5¢ 5 1 ] Matrigel 2 28 5256 1745 shmalatd il
shCtrl &G REFE YL Y Hep-2 2RI AUIR 28 RE 1, S5 {1 gPCR K& FaDu  Hep-2 Al MiJi CNE-2Z 410 MALAT L [l 21k , 45 5
KI5 NP-69 2 AH Lt , FaDu . Hep-2 FHI&LIHSE CNE-2Z 411 MALAT 3534 BRI, AR MALATL B 40| Hep-2 21 14
Ji. 5 MOCK Fl shCtrl ZHfIAH L, MALAT1-shRNA 18375 5 YL 2 it S H 240 At i 48 i (P<0.01) . AN, AlliEAE G2/M ]
BE TR (P<0.01). T MALATLH}, Hep-2 4IRS AT A2 2P0 . 4518 MALATLYEMEERIRANAE ik, Y
BRACAE TS RNA MALAT-1 3P AMREEIR AN Hep-2 404 5E I8 T (B ARSIV E

SR AT KBRS RNA ; WE RS s MALAT L ; 3 RS Fl {222

Long chain non-coding RNA MALAT-1 gene knockdown inhibits growth and migration

and promotes apoptosis of human laryngeal squamous cell carcinoma Hep-2 cells in vitro
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Abstract: Objective To investigate the effect of knocking down long chain non-coding RNA MALAT-1 gene on the biological
behaviors of human laryngeal squamous cell carcinoma Hep-2 cells. Method With immortalized nasopharyngeal epithelial
(NPE) cell line NP-69 as the reference, MALAT1 expression in FaDu, Hep-2 and nasopharyngeal carcinoma CNE-2Z cells were
detected using real-time PCR. Hep-2 cells were transfected with shmalatl lentivirus and the expression of MALAT1 was
detected. MTT assay, flow cytometry, Transwell assay and M Atrigel invasiveness test were used to evaluate the effect of
MALAT-1 knockdown on the proliferation, cell cycle, cell apoptosis, migration, and invasiveness of Hep-2 cells. Results
Compared with NP-69 cells, Hep-2 cells, FaDu cells, and CNE-2Z cells all showed significantly increased MALAT-1
expression. In Hep-2 cells, knockdown of MALAT-1 significantly inhibited the cell proliferation, increased the cell percentage
in S phase (P<0.01), decreased the cell percentage in G2/M phase (P<0.01), and attenuated the migration and invasiveness of the
cells. Conclusion MALAT-1 is over-expressed in laryngeal squamous cell carcinoma, and knocking down MALAT-1 gene can

significantly suppress the proliferation, invasion and migration and promotes apoptosis of the cancer cells.
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Fig.1 Expression of MALAT1 in HNSCC cell lines and effect of MALAT1 knockdown on Hep-2 cells. A: Expression of
MALAT1 in human malignant HNSCC cell lines FaDu, Hep-2 and CNE-2Z, and NPE cell line NP-69. **P<0.01 vs NP-69; *P<
0.05 vs NP-69; B: Efficiency of MALAT1 knockdown in Hep-2 cells; C: Representative images of Hep-2 cells transfected with
ShMALAT1, MOCK or shCtrl lentivirus. **P<0.01 vs shCtrl. D: Results of MTT assay. ‘P<0.01 vs MOCK; "P<0.01 vs shCtrl.
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