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Effect of Idl gene on reversing malignant biological behaviors and inducing

osteogenic differentiation of human osteosarcoma cells

Qiu Chao, Kang Quan, Die Xiaohong, Luo Guangjin, Lyu Fengxiang, Xiao Cheng, Luo Qing ( Department of Pediatric
Oncology, Institute of Pediatrics, Key Laboratory of Child Development and Disorders of Ministry of Education,
Chongqing Key Laboratory of Pediatrics, Chongging International Science and Technology Cooperation Center for Child
Development and Disorders, Children’s Hospital of Chongqing Medical University, Chongqing, 400014, China)

[ Abstract ] Objective To investigate the effect of inhibitor of differentiation factor 1 (Idl) on
reversing the malignant biological behaviors and inducing osteogenic differentiation of human osteosarcoma
cells. Methods Human osteosarcoma cell line MG63 was infected with recombinant adenoviruses AdIdl ,
Adsildl and AdGFP separately. RT-PCR and Western blot assay were used to determine the expression of Id1
in MG63 cells, and the cell proliferation, migration and invasion were detected by CCK-8 assay, scratch
wound assay, and Transwell assay, respectively. Alkaline phosphatase ( ALP) numeration was used to detect
the early osteogenic potential of MG63 cells, and the cell cycle was detected by flow cytometry. Results The
mRNA and protein expression of Idl gene was increased after infection with Adldl and decreased after
infection with Adsildl (P <0.05). CCK-8 assay, scratch wound assay and Transwell assay results showed
that the malignant behaviors including cell proliferation, migration and invasion were significantly increased
after AdIdl infection, and significantly decreased after Adsild1 infection (P <0.05). The percentage of G,-
phase cells was decreased after infection with AdId1 and increased after infection with Adsildl (P <0.05).
Adsild]l infection could enhance the activity of ALP in MG63 cells (P <0.05). Conclusion Inhibiting the
expression of Id1 gene can reverse the malignant biological behaviors and induce the osteogenic differentiation

of human osteosarcoma cells.
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AW B R (ALP) I 32500 0 T R e A A
Y TREMFFE T, S Ui 1d1 HTiRIA T Santa Cruz 23 A, Ff
U8 B-actin HUAAR W Tt 50 VO IE A ZE YR A PR A &,
HRP i i WL =Eide L PT/h BR = how T h a2
WY HARA R W), W5 5150 & W T TaKaRa
N7),Tag PCR Mastermix L) % DNA marker 4 F KR
HAR B A BR A 7], FE 5 i Al Transwell /N2 1 F BD

/NE], PVDF I F Millipore 23 ], Primer 6.0 #0414
519, AR A J A o
1.2 mpissh

HEK293 \MG63 4l g £ FH &8 i 10% Jify 4 1L 1Y
DMEM @il 3R 7E 37 °C 5% CO, WEfs h i 5%, 1F
I BE A K 2 80% ~90% ()l FEHEAC R 77
1.3 FAMRIHEY IR AR LR E N T

TERZAS BAFAS HEK293 41 A i1 b B0 4 37 (Al 6
T25 i Ji§ 70% ) 4% 91 m A if & Adld1 | Adsildl |
AdGFP Jg 8 5 E AT RS B 915, 13 A1 e A0 [ 22 H Bk
FE, 24 60% ZE77 J5 WA 40, W2 VR 15 min-37 C K
WELfE-= 1 min, QR B PRl 3 K, .0 5 min
(4 °C,8 000 r/min) , B (&% 3) A HEK293
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24 48 72 h J5BE P AR MR A A L, £ 0 h
72 h R RO RR Y B T A RR AL A
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CCK-8 L4 R R . 5 GFP AbFRZAAH 1L, Id1 &b
PHLZEL 240 B33 7 B S AR sild 1 4 32 4 34 ) 4
A R IR R 48 h, 1d1 40 D (450) {EH 2. 07 +
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