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IncRNA HOXA11-AS Xt B R M A0IE5E GERMEZEE BRI
koA RS, AR RS A TF(HIPES KF I RESE, HT AN 310000 )

[ ZE] 8 H5KEIES S RNA( long-nocoding RNA, IncRNA YHOXA11-AS 7E 5 A 9t 1% 3 15 K2 %8 PR 988 400 if 34
B TR AR R B AR RILE] . ek s SR 2012 4F 1 % 2015 4F 12 AWTTE NREFB M 13 05 PR H L i
SEIE R HL, LB AN ZR MG63 U208 FIACE 1tk hFOB1. 19, FSCH et PCR AGIN - A RE 20 2B 1A 722 40 it
% MG63 F1 U20S H' IncRNA HOXAL1-AS (35K FIIE R 2 AH #2822 1 334 IncRNA HOXAL1-AS B R MG63 1
U208 4, F CCK-8 MFLRETE BLSL K  Transwell /NG 243 AT 3635 IncRNA HOXAL1-AS X B A3 41 i 384 4 i % 112 28
FISEN o ST AT 335 IncRNA HOXA11-AS MG63 B AR 40 AR FRRS ARG A58 , LA 25 3R 1B B Lv-NC 7% 4 1 20 i A S it iR
WEL 3L 721k IncRNA HOXA11-AS ST RSB A K10, 4 & IncRNA 768 IR 21 21UR MG63 & U20S 4 if v 2 35 7K F
WFE TP <0.01), 5 hFOBI. 19 4HE L, 3735 IncRNA HOXAT1-AS 405 ,( 1) BEHHI B AR MG63 [ U20S 4 M i
BB (4.03 £0.98 ) vs( 6.96 £0.54 ),(4.68 £0.77 ) vs (8.87 +1.23 ), ¥ P <0.01 ] TR 4% ( 83.00 £6.03 ) vs( 168 =
12.54),(96.00 +8.77 ) vs ( 184.00 = 14.63 )4, ¥ P <0.01 |AMZZ24NAE R (35.00 £3.48 ) »s (97.00 +8.32),(38.00 +
1.73) vs (87.00 £6.37 )4~, ¥ P <0.01 150 2) WM PR # R T AR AEK( P<0.01 ), # 4 : IncRNA HOXAL1-
AS TEB AN P IK L, H IncRNA HOXA11-AS 3 Fe3k X B P 6 Je 28 e B T RIAE vl IAE 5 IR VA 7 e 1 4
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Effect of IncRNA HOXA11-AS on proliferation , migration and invasion of osteo-
sarcoma cell lines

ZHANG Hongcheng, SONG Guangyuan, TAN Weijian, ZHAO Shaoyun, XIE Qingping ( Second Clinical Medical College,
Zhejiang Chinese Medical University, Hangzhou 310000, Zhejiang, China )

[ Abstract ] Objective: To investigate the expression of IncRNA HOXA11-AS in osteosarcoma, and to explore its effect
on proliferation, migration and invasion of osteosarcoma cells and the possible mechanism. Methods: Thirteen cases of
osteosarcoma tissues and corresponding adjacent normal tissues were collected from the Department of Bone Surgery, the
People’ s Hospital of Zhejiang Province during January 2012 to December 2015. Osteosarcoma cell MG63, U205 lines and
human osteoblast cell hFOB1. 19 line were used. Real-time fluorescent quantitative PCR was performed to detect the In-
cRNA HOXA11-AS expression in osteosarcoma specimens and osteosarcoma MG63 and U20S cell lines. Lentiviral vectors
that stably over-expressing IncRNA HOXA11-AS were constructed and transfected into MG63 and U20S cell lines; CCK8
assay and colony-formation assay were performed to investigate the effect of IncRNA HOXA11-AS on osteosarcoma cell pro-
liferation ; Transwell assay was performed to investigate the effect of IncRNA HOXA11-AS on migration and invasion of os-
teosarcoma cells. Nude mice model of MG63 osteosarcoma xenograft, which over-expressing IncRNA HOXA11-AS, was
established to observe the effect of IncRNA HOXA11-AS on xenograft growth in mice, by comparing with Lv-NC transfect-
ed cell xenografts. Results: IncRNA HOXA11-AS was markedly down-regulated in tumor tissues and osteosarcoma cell
lines ( P <0.01 ). Over-expression of IncRNA HOXA11-AS significantly suppressed ( 1) the proliferation, migration and
invasion of U20S and MG63 cells ( proliferation : [4.03 £0.98 ] times vs [ 6.96 +0.54 ] times, [ 4.68 £0.77 ] times vs
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[ 8.87 +1.23 ] times, all P <0.01; migration : [83.00+6.03 Jous[ 168 +12.54 1,96 +8.77 Jus[ 184 +14.63 ], all
P <0.01; invasion: [ 35.00 £3.48 Jus[ 97.00 £8.32 ], [ 38.00 +1.73 Jus [ 87.00 £6.37 ], all P <0.01 ); (2) the
growth of xenografts in rats( P <0.01 ). Conclusion: IncRNA HOXA11-AS significantly down-regulated in osteosarcoma

cells, and suppressed the progression of osteosarcoma. IncRNA HOXA11-AS can be served as a therapeutic target for os-

teosarcoma.
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7,37 CTFE 2 h, TREEEEL 450 nm
WA AR BEC DA . I AR A 3 5
%0, B AR B0 = (k2 D (8 - 25 40 D {H )/
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Fig. 1 Expression of IncRNA HOXA11-AS in the osteosarcoma tissue and osteosarcoma cell line
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Fig. 2 Transfection with IncRNA HOXA11-AS suppresses the U20S and MG63 cell proliferation
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Fig. 4 Over expression of IncRNA HOXA11-AS suppressed growth of the transplanted tumor in nude mice
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