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miR-223-3p iE 14 # [7] TGFBR3 £ ¥ LncRNA ADAMTS9-AS2
eI b VRIA00 ) fe Fees 248 P ) 4 R RTE RS AR
B EK 8,FLE

(BAZBLERSWESF PO B, LT 100048)

[FEE] a o 559 miR-223-3p L0 ) 7 b A= K R - I BY A7 44 (TGFBR3) 2 #F K 4% JE 45 A% RNA ( LncRNA ) ADAMTS9-AS2
eI L R S i s 2 L R E B 1 1 L B T BB ML . F ok - SR RT-PCR A& fifi a8 H1299 41 fifd o miR-223-3p #1 TGFBR3
mRNA Fik/K -, Western blotting %l TGFBR3 A8 13 357K -, RT-qPCR £l LncRNA ADAMTS9-AS2 ()3 ik7KF-, CCK-8 i
DA 3G TR BE F7 , Transwell 203558 S50 AR SE ISR AN AT RS 68 7 . SRITBR BRI BE 4 miR-223-3p UMY (L Fikdl)
TR I 2H ) X BRBTRL (X BRZH ) T° H1299 4 rh, Hiees 4H 5% Y4 A5 miR-223-3p ,TGFBR3 . LncRNA ADAMTS9-AS2 3KiAK
AU RE ) AR S, & R SEGYLAT AL i R AL YL IS (1) H1299 A0 miR-223-3p .LncRNA ADAMTS9-AS2
FEIRIKP TR (P <0.05) , TGFBR3 I F1 mRNA 3Rk KTFHFEAR (P <0.01 F1 P <0.05) , 4 I3 FE AT R 6E 1 T e (P <
0.05) ; I 2 Y5 i 40 P miR-223-3p A1 LncRNA ADAMTS9-AS2 223k /K F-HIFEAE (P <0.05) , TGFBR3 & 11 Hl mRNA %
KAKFEEITH R (P <0.01 F1 P <0.05) , 4 56 AR AL RE J1 3 (P <0.05) , %4+ 72 h J5 , TGFBR3 & 13k /K& mRNA
PRk -2 AT ST RS RE ) IR 4 > WER A > i FK B4 (P <0.01) , 3 #H miR-223-3p,LncRNA ADAMTS9-AS2 mRNA
FERIKE B WA MFILL < SR < 1 FIKAH (P <0.01) . £+ :miR-223-3p I AE H1299 41 A58 A RS 40 1) F
TGFBR3 114 LncRNA ADAMTS9-AS2 23X Al i g HAR FH ML

[ 5827 ] iR s miR-223-3p; B Ak A= K P 7B T A2 44 KA AR 2 AD RNA ADAMTS9-AS2 ;4% ; iT 7%
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miR-223-3p promotes the up-regulation of LncRNA ADAMTS9-AS2 expression

by targeting TGFBR3 to inhibit the proliferation and migration of lung cancer cells
CHEN Ping,ZHANG He, LI Shaojun
( Department of Thoracic and Cardiovascular Surgery ,The Fourth Medical Center ,PLA General Hospital ,Beijing 100048, China)

[ Abstract ] Objective:To investigate the effect of miR-223-3p on the up-regulation of long non-coding RNA ( LncRNA) ADAMTS9-
AS2 by targeting transforming growth factor-f3 type Il receptor( TGFBR3) to inhibit the proliferation and migration of lung cancer cells.
Methods : The mRNA expression levels of miR-223-3p and TGFBR3 in lung cancer H1299 cells were detected by RT-PCR, the protein
expression level of TGFBR3 was detected by Western blotting, the expression level of LncRNA ADAMTS9-AS2 was detected by RT-
qPCR,the cell proliferation ability was detected by CCK-8,and the cell migration ability was detected by Transwell migration assay and
scratch assay. MiR-223-3p mimic ( overexpression group ), inhibitor ( inhibition group) and control plasmid ( control group) were
transfected into H1299 cells by liposome. The expression levels of miR-223-3p, TGFBR3, LncRNA ADAMTS9-AS2, cell proliferation
and cell migration were compared between before and after transfection. Results: Compared with before transfection, the expression
levels of miR-223-3p mRNA and LncRNA ADAMTS9-AS2 in H1299 cells after transfection in the overexpression group increased( P <
0.05) ,the expression levels of TGFBR3 protein and mRNA decreased (P < 0. 01 and P <0.05), and the cell proliferation and
migration ability decreased (P < 0. 05) ;the expression levels of miR-223-3p mRNA and LncRNA ADAMTS9-AS2 in the inhibition
group decreased( P <0.05) ,the expression levels of TGFBR3 protein and mRNA increased (P <0.01 and P <0.05) ,and the cell
proliferation and migration ability increased (P <0.05). After 72 h of transfection , the expression level of TGFBR3 protein and mRNA,
and the cell proliferation and migration ability were as follows :inhibition group > observation group > overexpression group(P <0.01).
The expression levels of miR-233-3p and LncRNA ADAMTS9-AS2 mRNA gradually decreased , Which were as follows ; inhibition group
< control group < overexpression group ( P <0.01). Conclusions ;: MiR-223-3p inhibits the proliferation and migration of lung cancer
H1299 cells,the mechanism of which may involve the targeted down-regulation of TGFBR3 and up-regulation of LncRNA ADAMTS9-
AS2 expression.
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SIS B DR A s 4 i A
TEREHL , A 25 it 410 1) ot s 4t 34 8 R 7%
AT REA B Il T SR BUS A R R Z — . miR-
2233p K HEAE S RNA (LncRNA ) ADAMTS9-AS2
B 5L 5 2 s iE & PTG, H miR-223-3p
AT LncRNA ADAMTS9-AS2 F4fb A K W F-p Il
RIAZ R (TGFBR3) S WA AE & J& 0 AHi 5 il it
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LncRNA ADAMTS9-AS2 %3k - 841 il fili Je 40 Jfa 344
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R B IR AR AR ST B A Wkt S A A
YIeFwrsE T 4 %2 . RPMI 1640 1535 55 DMEM 5
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1.2.2 RT-PCR ¥ H1299 41 i+ miR-223-3p FlI

TGFBR3 mRNA KAk BOMEA K I H1299 41
JHL, R T A RNA (4 ORI 2 | AR 35 1k 7 6 U
BB T80 5% 5%, cDNA F 20 °CARIR VKA o 2T
FRl, A HEAY I E 6 & £L, miR-223-3pmRNA
FEIRATAGI R A U6 N2, TGFBR3 mRNA 3k
IR R B-actin AN Z, &5 WFINWT .
U6,F 5'-GTG CTC GCT TCG GCA GCA CAT ATA C-
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BRI BOSECE K HI299 4iijf, 28 RIPA
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1.2.4 RT-qPCR #ill HI1299 #fi i ' LncRNA
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CCC TTC CAT CCT GTC TAC TCT A-3', U6 5I¥FF
51 \PCR RV 554 1.2.2,

1.2.5 CCK-8 SEH kil 40yt sE g J WOk
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K H1299 4ifi, N 1 x 10° A/ ZTH 1) 540 i
BB 100 L B2 f R W 2 R T 96 L AR
37 °C 5% CO, fHEA % 72 h, BEFL AN 200 ul
CCK-8 iAW, 37 °C 5% CO, MHIEAEFE 2 h, i
TR AE 450 nm AN GEEAE 1T AR S A4
1.2.6 ZAUERRE IR Transwell 4 i 5550
¥ OGS 30 H1299 4L, 0. 25% JiF it 34 1L 14
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SR PBS 2 By 4 e e B AR VR 0 20 P, S B
TG R RR AL (A 1) . BN LE
DMEM }; 355 37 °C 5% CO, 1HIRA 9% 24 h, F
PT80S 4 I 1430 S0 O 1T AL (v R
2) ARG RPR A G = (1 - R
2) /M1 x100% .,
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(LR AHIF (2 xR TORE (X R
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b TR YL SCES ) WO TR LTS DMEM K5 97 3 15 7%
1 h,#R¥E Lipofectamine™ 3000 i 7] & i3 9] 45 45 &,
4 miR-223-3p FLIY A6l 77 | X6 JE5TRL Y A A
NP H1299 4iffarf A% 4k 6 h 5 BB & 10% g
A= 1ML ) DMEM 15389 ,37 °C 5% CO, 18 iR 46 5
7 48 h Ja K FE Juasie §5 4 72 h 5 K H1299
21 i ' miR-223-3p, TGFBR3 ., LncRNA ADAMTS9-
AS2 FikKV ANMIBEFEAE ) AL AS BE
1.3 $FitZEHiE

K ¢ kg T 2253 BRI g R
2 R
2.1 3 AELHIF TCFBR3 & A RIAKFLLE

SEEYLET IR, i Fk A YLE HY H1299 40 i

H1 TGFBR3 2 (4 # ik K I W FE AR (P <0.01) ;40
T Ge 5 19 H1299 40 i Ff TGFBR3 & 11 % 1A 7K
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EHE TR (P <0.01), ¥Ye 72 h )5, i3 Rk
XFHRZH 26 H1299 40 /g +h TGFBR3 4k H # A /K

AL > SRR > b Rk (P <0.01) (WA 1 ~
2.3%1),
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78 000 TGFBR3

46 000 B-actin

&2 595 H129940 Ml FHTGFBR3E 1 215 7K F
F1 3AELEE TGFBR3 EERIEKFLLE (x +5)

vl n FE YT LS ‘ P
dFREHL 6 0.96+0.06 0.32+0.04%% 21.74 <0.01
MR 6 0.97£0.05 1.68+0.22* 7.71 <0.01
SHE4L 6 0.96+0.08 0.98 £0.07 0.46 >0.05

F — 0.05 151.65 — —

P — >0.05 <0.01 — —

MSapy — — 0.004 0.018 — —

g KB SRR LLHE = P <0. 05 ; 5414 L i#P <0. 05
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H1 miR-223-3p Al LncRNA ADAMTS9-AS2 % ik 7K
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(P <0.05) ; M 2 5% 44 J5 19 H1299 28 i miR-
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2.3 3 AZHREEFITEREE S LE

SR YLET R, o Rk AL Y SR 1) H1299 41
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MSyy — — 0. 004 0.015 0.003
Lo
WFEBA 6 1.68+0.09"*A  1.48+0.18*%4 (.24 £0.04 %4
i 6 0.32:0.05"4% 0.16+0.05"4 1.26+0.15*4
X IR 6  0.98x0.07 0.55 0. 13 0.91 +0.06
F — 537.14 154. 596 168. 556
P — <0.01 <0.01 <0.01
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223-3p .LncRNA ADAMTS9-AS2 .\ TGFBR3 1] BE 5%
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