Ml XZEZHR (EFMH) 2020, 51 (5) :630-635
J Sichuan Univ (Med Sci Edi)  doi: 10.12182/20200960502

miR-382-5pit RiE N SPTENRI R IE TEXT A B By
U251 4RBEE 1 A 0 32T A B S 0

AU EAE, xRN, DAR, HYR, IeMl', AFA

L # & BB — MR EE B #2201 (B S 453000); 2. 8T 5 B2 B o — B B2 B iR (7% 453000)

[EE] BA  HEImiR-382-Spad Fak X AW FE U2S |40 MEHE A W22 AT A . 3% HmiR-382-5p
mimickE e AU25 1AM, W06 - 58 A BEsE S R A6 MImiR-382-5p , WA EE-5K 1176 A R I (PTEN) mRNAJKE; 2E4){5 B2
M miR-382-5p 5 PTENEAEIR LSS & 07 35, H9 B PTEN pcDNAZ AT 3k, 76 G E BRI S5 A M miR-382-5p 5 PTENHE
MR, KA IBENL 7 F44H: ControlZH . mimicsZH | pe-PTENH Mmimics+pc-PTENZHMEAT G SSL G, 100 S-S A THAE SO
I 45 L A0 PTENIK V-5 T BT 1 A 00 40 J 6 30 5 36 2 % - SR 5 Wl S AR K67 . Survivin, ¢-Myc mRNAZK
Transwel IR 40 i1 12 22 6E 115 25 1 e B8 B K U E-cadherin, N-cadherin, VimentinZg 15835 KF, &R  miR-382-5pFl
PTENTETE B /E I 56 2, 5 ControlZHAH HL 4, mimicsZmiR-382-5p mRNA/K T} (P<0.05), PTEN mRNA K%
(P<0.05), 4l s BT B B AR (P<0.05), Ki67. Survivin mRNAZK R (P<0.05), c-Myc mRNAZK T+ (P<0.05), 2l
1R ZBFHAIL (P<0.05), E-cadherin®E [ 7K FF+ 55 (P<0.05), N-cadherin, VimentinZE [ 7K -4 (P<0.05) . pc-PTENZHmiR-
382-5p mRNAJK [ (P<0.05), PTEN mRNAZK-F+ 5 (P<0.05) , 40l 52 BT i R I+ (P<0.05), Ki67, Survivin
mRNAKFE T (P<0.05), c-Myc mRNAK AL (P<0.05), 40 {7 2240 77 (P<0.05 ), E-cadherin® [4 7K - FA% (P<0.05),
N-cadherin, Vimentin#g /K F-F 5 (P<0.05); Spc-PTENZLAH L 44, mimics+pc-PTENZ miR-382-5p mRNA/KF-F+ 5
(P<0.05), PTEN mRNAZK-FFAIR (P<0.05), 2 5 BRI 36 BRI (P<0.05), Ki67 . Survivin mRNAZKF-FEIL(P<0.05), c-Myc
mRNAKFET = (P<0.05), 4012 2880 F4A% (P<0.05), E-cadherinZg [ 7K T 5 (P<0.05), N-cadherin., Vimentins [ 7K %
fR(P<0.05), £5i& miR-382-5pid Rk FPTENKYZRIK T AT H0 I e BRi U25 | A58 | (228 A=A L Bz 240 -] 72
B

[£4R])  RFEE  miR-382-5p  PTEN b 4fifi-la) e i1k

Overexpression of miR-382-5p Overexpression Mediated Downregulation of PTEN on Malignant Biological
Behavior of Human Glioma U251 Cells ZHAO Shu—pengl, JI Ying—huaz, GUAN Qing—kail, MA ]i—weil, JIN Cai—lingz,
WANG Xiang-yang', ZHAO Xin-li". 1. Department of Neurosurgery, First Affiliated Hospital of Xinxiang Medical College,
Xinxiang 453000, China; 2. Department of Oncology, First Affiliated Hospital of Xinxiang Medical College, Xinxiang
453000, China

[ Abstract] Objective To investigate the effect of overexpression of miR-382-5p overexpression on malignant
biological behavior of human glioma U251 cells. Methods U251 cells were transfected with miR-382-5pmimic. Then
miR-382-5p and PTEN mRNA levels were detected by reverse transcription-polymerase chain reaction (RT-PCR) after
transfection. Used bioinformatics to predicted the presence of base binding sites between miR-382-5p and PTEN, and
constructed PTEN pcDNA vector overexpression plasmid was constructed. Luciluciase reporting experiment was used to
detect the targeting relationship between miR-382-5p and PTEN. Cells were randomly divided into four groups: control
group, mimics group, pc-PTEN group and mimics+pc-PTEN group for follow-up experiments. RT-PCR was carried out
to detect the level of PTEN mRNA in each group. Cell proliferation was detected by clone formation method. The mRNA
levels of Ki67, Survivin and c-Myc were detected by RT-PCR. Transwell experiment was used to assayed cell invasion
ability. The expression levels of E-cadherin, N-cadherin and Vimentin were determined by Western blot. Results  Results
showed that miR-382-5p directly targeted PTEN. Compared with the control group, miR-382-5p and c-Myc mRNA levels
and E-cadherin protein level were increased (P<0.05), PTEN, Ki67 and Survivin mRNA levels were decreased (P<0.05),
cell clonal formation rate and cell invasion number were decreased (P<0.05), N-cadherin and Vimentin protein levels
were decreased (P<0.05) in the mimics group; In pc-PTEN group, miR-382-5p mRNA and ¢-Myc mRNA levels and E-
cadherin protein level were decreased (P<0.05), PTEN, Ki67 and Survivin mRNA levels were increased (P<0.05), cell
clonal formation rate and cell invasion number were increased (P<0.05), N-cadherin and Vimentin protein levels were

increased (P<0.05). Compared with pc-PTEN group, PTEN, Ki67 and Survivin mRNA levels, the cell clone formation
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rate, the number of invasion cells and the N-cadherin and Vimentin levels of mimics+PC-PTEN group decreased

significantly (P<0.05), while the c-Myc mRNA level and E-cadherin protein level increased significantly (P<0.05).

Conclusion Overexpression of miR-382-5p mediates the downregulation of PTEN expression, causing the inhibition of

the proliferation, invasion, growth and EMT of U251 glioma cells.
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Fig 1 The targeting relationship between miR-382-5p and PTEN (n=3)

A: Control group; B: Mimics group; C: pc-PTEN group; D: Mimics+pc-PETN group; a: PTEN wt group; b: PTEN wt+mimics group; ¢: PTEN mut group; d: PTEN

mut+mimics group. *P<0.05, vs. control group; #P<0.05, vs. pc-PTEN group; A P<0.05, vs. PTEN wt group.
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Fig 2 Effect of miR-382-5p overexpression on cell proliferation mediated by PTEN expression (x200, n=3)
A: Control group; B: Mimics group; C: pc-PTEN group; D: Mimics+pc-PETN group. *P<0.05, vs. control group; #P<0.05, vs. pc-PTEN group.
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Survivin mRNAZKF-FEK (P<0.05), c-Myc mRNA KT pe-PTENZ (P< 0.05), c-Myc mRNAZK- & Fpc-

2.3 miR-382-5piF RIXN FPTENKIRIEMEIKi67. KT (P<0.05); 54X R4 LLEL, pc-PTEN4LKi67 .
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Table 1 Effects of miR-382-5p overexpression on mRNA levels of Ki67, Survivin and c-Myc mediated by downregulation of PTEN expression (n=3)

Group Ki67 mRNA (27 Survivin mRNA (2724 ¢-Myc mRNA (27
Control 1 1 1

Mimics 0.24+0.06" 0.16+0.07" 2.12+0.38"
pc-PTEN 2.43£0.33" 1.8820.46" 0.38+0.06"
Mimics+pc-PTEN 1.27+0.24" 0.97+0.07" 1.43+0.42°

*P<0.05, vs. control group; #P<0.05, vs. pc-PTEN group.
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Fig 3 Effects of miR-382-5p overexpression on cell invasion mediated by PTEN expression (x200, n=3)
A: Control group; B: mimics group; C: pc-PTEN group; D: mimics+pc-PETN group. *P<0.05, vs. control group; #P<0.05,vs. pc-PTEN group.
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Fig 4 The effect of miR-382-5p overexpression on the expression levels of E-cadherin, N-cadherin and Vimentin by down-regulating PTEN expression

(n=3)

A: Control group; B: Mimics group; C: pc-PTEN group; D: Mimics+pc-PETN group. *P<0.05, vs. A; #P<0.05, vs. C.
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