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Linc00152 promotes the growth and invasion of human cervical cancer
cells by regulating DNMT3A and DNMT3B
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Abstract: To explore the biological function and regulation mechanism of 1inc00152 in cervical cancer. qRT-PCR
was used to detect the expression of 1linc00152 in human cervical cancer cells and normal cervical epithelial cells. Transfec-
tion of sh-linc00152 and si-DNMT3 A, as well as si-DNMT3B knockdown the expression of linc00152, DNMT3A, DNMT3B
in Hela cells, the efficiency of transfection were detected by qRT-PCR and Western blot. Western blot was conducted to
detect the expressions of DNMT3A and DNMT3B protein regulated by sh-linc00152. The proliferation and invasion ability
of human cervical cancer Hel.a cells regulated by sh-linc00152 and si-DNMT3 A, as well as si-DNMT3B in vitro were eval-
uated by MTT and transwell invasion assays. The expression of lincO0152 in cervical cancer cells was significantly higher
than that in normal cervical epithelial cells. Western blot showed that the level of DNMT3A and DNMT3B protein in sh-
linc00152 group was significantly lower than that in sh-control group. The viability and the invasion ability of Hela cells in
sh-1inc00152 group and si-DNMT3A, as well as si-DNMT3B group were significantly lower than those in the control group.
linc00152 may promote the growth and invasion of human cervical cancer cells by regulating DNMT3A and DNMT3B signa-
ling pathways.
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Transcription Kit 5 SYBR Green Y4} T Biorad 2
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19 ¥ 91: 1inc00152; 5'-TTGATGGCTTGAA-
CATTTGG-3" and5'-TCGTGA TTTTCGGTGTCTGT-3';
B-actin;; 5'-TCACCAACTGGGACGACATG-3" and5’-
GT C ACCGGAGTCCATCACGAT-3', ¥JH Qiagen 2
H] A, sh-1inc00152 | sh-control . si-DNMT3A | si-DN-
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Feis, 225 BA G #E L (P<0.01) (K1),
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ZH A1 si-DNMT3A DA M si-DNMT3B 4 HeLa 4 Jifd ¢
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KWRIR T A0 L R 4[] 72 RS AL (EMT) 540
MRS SR8, WFoTRmI™ e MHCC-97H
YRR, 1inc00152 1) % S AR 32 A7 AE 4 i i v
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B P AS I & B linc00152 75 B #5095 200 Jfd v (%)
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DNA H A7 5 S U0 Bk A s 36 [ T e & 2k v &k
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ABE T, AT SR B AE 0 A0 Eg AR
linc00152 1] {2 2§ #] DNMT3A 1 DNMT3B ik,
AHIFFE I W52 B FE B 200965 20 M H Il DNMT3 A F
DNMT3B J& 75 e A0 il Fy 20098 20 B A0 386 5 Fn =8
ZE FFFIR |, linc00152 7 a’éﬁﬁéﬂiﬂ’étﬁéﬁi =
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