DREYESSHE  biomed.cnjournals.com  Progress in Modern Biomedicine Vol19 NO.20 OCT.2019 - 3807 -

doi: 10.13241/j.cnki.pmb.2019.20.002

miR-195 jlid T i IGF-1R LSRR BRI i TR AS

Bkt xR odp—d R &0 ERAgE™
(1 B/RIEERIRZH RS — BRIV S B AT R 8 150001
2 MRS IR ER AR AL o5 /RIE 15009053 MY RIE BRI ACE MR 4 — BEBE e AN Z AT o5 R 150001)

BE BRY 4%t miR-195 s+A% f 2 4n e (Glioblastoma , GBM)3E 78 F it 45 6 %5 v , IF B A L 4 F A4z 4Ll . 3% KA qRT-PCR
il R B R A IR % F miR-195 89 & iR . % miR-195 #£ 3 £ IX i U251 se i )é , & B qRT-PCR B4l 44 i & MTT & X Jk 5=
b U251 4m L6438 75 BT 4 Ak /1 697 &, qQRT-PCR & Western blot #itl ik & £ 44 K B -F 1 %4k (Insulin-like growth factor 1
receptor, IGF-1R) #) mRNA Fo & & %k ; #) 8 44k it &35 miR-195 &, Rl afid &k IGF-1R, H &8 MTT Z X JE 554 m)
U251 tmfe ey 38 31 % T A5k A1 69 T AL, G55R : KB AR 8 B A 09 3§ hm  miR-195 44 & ik 38 3 44K, &3 IR 78 F miR-195 64 £ ik
2 FH %At FL(P<0.05) . AR 5h 4 4 miR-195 £ U251 2 24 .48 .72 h J& | 46 e LA tm L iE /) Ao i 45 48 1 3 45 2 BB 20 B 5 FAK(P<
0.05), #m i, & IGF-1R # mRNA Fo % & 9 % 5 40 2R 1V (P<0.05); i@ it 45 4 IGF-1R i & ik 45 7T B % 3% 45 miR-195 i K ik 3
U251 tmfe g 8 B it A5 e kI AE A . 4518 : miR-195 7T fkid id T8 IGF-1R 94K | 3k f 4] IR R £ 40 LI 69 38 S Am 3T 45
FERT : I 2m I8 s MIR-195 ;38 58 ; 145 IGF-1R

fESHKS R-33; R739.41  CEKKRIDAD: A LEHE:1673-6273(2019)20-3807-05
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ABSTRACT Objective: To investigate the effect of miR-195 on the proliferation and migration of glioblastoma and to elucidate its
molecular regulation mechanism. Methods: qRT-PCR was used to detect the expression of miR-195 in gliomas with different grades.
After transfecting miR-195 into glioma U251 cells, qRT-PCR was used to verify the transfection efficiency, MTT and Scratch test were
used to detect the proliferation and metastasis ability of U251 cells, and qRT-PCR and Western blot were used to detect the mRNA and
protein expression of Insulin-like growth factor 1 receptor (IGF-1R). After overexpression of miR-195 by plasmid transfection, IGF-1R
was overexpressed simultaneously, then the MTT and Scratch test were applied to detect the proliferation and metastasis ability of U251
cells. Results: The expression of miR-195 was gradually decreased with the increase of glioma grade. The expression of miR-195 was
statistically significant between all grades of gliomas (P<0.05); After transfection of miR-195 to U251 cells for 24, 48 and 72 h in vitro,
both of the cell viability and migration ability in transfected group were significantly lower than those in control group (P<0.05), and the
expression of IGF-1R mRNA and protein were also decreased in transfected group (P<0.05); Transfection of IGF-1R overexpression
plasmid significantly reversed the inhibitory effect of miR-195 overexpression on the proliferation and migration of U251 cells.
Conclusion: miR-195 might inhibit the proliferation and migration of glioblastoma by down-regulating the expression of IGF-1R.
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Fig. 1 The expression of miR-195 in the glioma
7 FHEL SEM, n=3, *RREK P <0.05,** KF P<0.01,
Note: Mean = SEM. n=3. *P <0.05, **P<0.01.
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Fig. 2 The effects of miR-195 on the proliferation and migration of U251 cells
FE:(A)EEH miR-195 J5 24.48.72 /MBE, MTT K4 U251 BFFEZE, (B)XIRSEIEH, B3 NC 3 miR-195 4 U251 @R RIEES, 0 /)
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Note: (A) U251 were transfected with miR-195 for 24, 48 and 72 h. Cell viability was measured by MTT assay. (B) Representative Images of U251 cells
transfected with NC or miR-195 showing initial scratch wounds at Oh.(x 200)
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Fig. 3 miR-195 targets the expression of IGF-1R
7 F5 % NC, miR-195 = miR-195+Amo-195 £H U251 AR H IGF-1R ) mRNAA)FIZE A (B)&iE, F#{E+ SEM, n=3,
* &5 NC A#8tk P<0.01,# RF 5 miR-195 BAALL P<0.05,
Note: The mRNA (A) and protein (B) expression of IGF-1R in U251 cells transfected with NC, miR-195 or miR-195+Amo-195. Mean + SEM. n=3.
*P<0.01 vs NC, “P<0.05 vs miR-195.
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Fig. 4 Overexpression of IGF-1R abrogated the effect of miR-195 on U251 cells prohferatlon and migration
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Note: U251 cells were co-transfected with IGF-1R recombinant plasmid after transfecting miR-195 for 24 h and 48 h. (A) Cell viability was measured by
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MTT assay. (B) Cell migration capability was evaluated using Wound Healing Assay. (x 200)
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