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TINCR £ [@] microR-544a/FBXW7 X
ANFLIRIERmIETE., EZERMm*

TESR, R
(EMNEF FLIEE R EAAE, T & M 318050)

WE . BY #HTR#AEHBRNA(INCRNA) L850 -FIE R G 4 RNA(TINCR ) ¥215 microR NA—
544a (miR—544a) /FBXW7STASUMBEMACIEGIL, 1269w, Tk  RIMERAIURLME MCF7 miedk, #E
O (REENETHMR) . TINCR NC4L (pcDNA3.1F#4R) FTINCR L4 (pcDNA3.1-TINCR £
B, R TR R TR A4 B (QRT-PCR ) # MCF7 28/ IncRNA TINCR, miR —544a 4834 % 1%
; CCK-8 &M MCF7 20038 35t oL ; AKX M fe K 4m MCF7 20 J08 T JU; Transwell E 40 MCF7 28 f42:
£ OL; Western blotting #-tl MCF7 20 FBXW7, 3§ #imfietz4i/R (PCNA). Bel—248% X &8 (Bax) . AR
45 Fa#-2(MMP—2) &G ast ik F, BLTINCR LiFZE MCF7 2008, £ % miR—544a NC20( 35 3¢ miR—
5442 NC) Ao miR—544a LiF20 (354 miR —544a mimic), BiEbfst g, R FOxE4. TINCR NC4
MCF7 41 IncRNA TINCR, miR—544a 483t KA 8, ODAL, @A —F | FREMEIH A FBXWT7, PCNA,
Bax. MMP—2%& @At Rk FIdk, £2F R4 FEL(P >0.05), 5EAxEA, TINCR NC 4k,
TINCR 41 MCF7 28, lncRNA TINCR ABX £ A & | @ = F A FBXW7, BaxFZaMst &2 EH43 (P<
0.05), miR—544a #83F Kk &, ODE ., F @K & PCNA, MMP—2% & 485 ik AL (P <0.05),
TINCR L2185 miR —544a NCZLMCF7 8 J ODAAL, 13 & a8 % miR —544a, FBXW7 & @48t & ik Z Hba,
EF R FZEL(P >0.05) . 5 TINCR _EifZEf2 miR —544a NCZEIER, miR—544a_EifZE MCF7 28/ ODA#
4% % A B miR —544a 85 ik B3 (P <0.05), FBXW7 & @Aasf ik FHAK(P <0.05), 4i  IncRNA
TINCR 7T At it ¥y miR —544a/FBXW7, #hASUREmegss, 124, et LA,

KEIF - SURSE ; AR LIEFIER G %A RNA ; microRNA ; F-box/ FBXW7 5 3474 ; 124

RESES . R737.9 XEAFRIZAD . A

Effects of IncRNA TINCR targeting miR-544a/FBXW7 on
proliferation and invasion of human breast cancer cells*

Guo-bin Jiang, Xiao-ping Chen
(Department of Breast and Thyroid Surgery, Taizhou hosptial, Taizhou, Zhejiang 318050 China)

Abstract: Objective To investigate the effects of long non-coding RNA (IncRNA) tissue differentiation-
inducing non-protein coding RNA (TINCR) targeting microRNA-544a (miR-544a)/F-box and WD-40 domain
protein 7 (FBXW7) on the proliferation and invasion of human breast cancer cells. Methods Human breast cancer
MCF7 cell line was cultured in vitro, and the blank control group (without any vector), TINCR NC group
(pcDNA3.1 empty vector) and TINCR upregulated group (pcDNA3.1-TINCR expression vector) were set up. The
expressions of IncRNA TINCR and miR-544a in MCF7 cells were detected by real-time quantitative polymerase
chain reaction (QPCR). The proliferation of MCF7 cells was detected by cell counting kit-8 (CCK-8) method. The
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apoptosis of MCF7 cells was detected by flow cytometry. The invasion of MCF7 cells was detected by transwell
assay. The expressions of FBXW7, proliferating cell nuclear antigen (PCNA), Bcl-2-associated X protein (Bax) and
matrix metalloproteinase-2 (MMP-2) in MCF7 cells were detected by Western blotting. The MCF7 cells from
TINCR upregulated group were further divided into miR-544a NC group (transfected with miR-544a negative
control) and miR-544a upregulated group (transfected with miR-544a mimic), and the transfection efficiency was
determined. Results There was no significant difference in the relative expression levels of IncRNA TINCR and
miR-544a, optical density (OD) value, apoptosis rate, number of migrated cells, or levels of FBXW?7, PCNA, Bax,
MMP-2 proteins between the blank control group and TINCR NC group (P > 0.05). Compared with the blank
control group and TINCR NC group, the expression level of IncRNA TINCR, apoptosis rate, and the expression
levels of FBXW7 and Bax proteins in MCF7 cells in the TINCR upregulated group were higher (P < 0.05), while the
expression level of miR-544a, OD value, number of migrated cells, and the expression levels of PCNA and MMP-2
proteins were lower (P < 0.05). There was no significant difference in OD value, number of invasive cells, or the
expression levels of miR-544a and FBXW?7 proteins in MCF7 cells between the TINCR upregulated group and the
miR-544a NC group (P > 0.05). Compared with the TINCR upregulated group and the miR-544a NC group, OD
value, number of invasive cells and expression level of miR-544a in the miR-544a upregulated group were higher
(P < 0.05), while FBXW7 protein expression level was lower (P < 0.05). Conclusions LncRNA TINCR may target

miR-544a/FBXW?7 to inhibit the proliferation and invasion but to promote the apoptosis of human breast cancer cells.

41314

Keywords:

long non-coding RNA; tissue differentiation-inducing non-protein coding RNA; microRNA-

544a; F-box and WD-40 domain protein 7; breast cancer; proliferation; invasion

FLMR R I A2 BR[O L B0 B 2 —
S PEAET B B Y e BRI AR AT

2016 4F A BR 2y 25 5 NS A FLMRIE, Lotk
Wi JEE T 0 B 29% Ae A SEAESR, FLARIETE TR
YRR R LT, BB, Ik E
M A A U™ Y. R, R SE R R

kA R,
UINIER

K # 9E % 5 RNA
IncRNA) & F I 4 % RNA, K & >200 4~ & 45 2,
553000 A 2 Fh MR 0 kAR L R R D) A G
AU T AR F 4% RNA  (tissue differentiation
inducing non—protein coding RNA, TINCR) J& T3 it
Al IncRNA, 2 1R 40 f 41 23 00 4k S i e b &
JIT 5 19 &8 IncRNAS . microRNA-544a (miR-544a)
e M A2 28 . B R b R 4% AR Y. F-box/
FBXW7 & —Fh & My m 5L, A3 250 & 2
HE Pz R AR, O PR 3k Bk 2k 25 3 20500
FEPEOIES . HRT, IncRNA TINCR X 2L 5 965 14 5% 1]
Wk > B 5Y . AR S 5G GE A 5T i 3R A IneRNA
TINCR # [f] miR-544a/FBXW7 Xf A FL [l 55 MCF7 44
MISETE | REBEAY AT R, TR FLR
TR IT W RS

T HOB A T A B TR

(long non—coding RNA,

1 HRSH®

1.1 FERXFENR
111 227 AFLIRIE MCF7 40 o bk . B4k

M3 . DMEM 85 7R3E . S RO & . BCAE
B IR & . FBXW7 ST . 3 E 40 M A% BT s
(proliferating cell nuclear antigen, PCNA ) Wk L
4 Jm 2 -2 (matrix metalloproteinase-2, MMP-2)
P& . Bel-2 M X (Bel-2 associated X protein,
Bax) Hifk. B-actin ik (85 : SCC-111011-1,
S9030., 90113, BC3640. PT0001. KO004271P,
K000323P, K001437M. K001435M. M1000170) ¥

H i EEA YR A BR A F], Lipofectamine 2000
et R (525 . 11668030) W [ 3£ [E Life

Technologies N A, LB EE O R BB A A
(quantitative real-time polymerase chain reaction, qRT-
PCR) if#|& (185 . DEM202-50T) W [ b5t FE/R
AR RN A, CCK-8 X7 . Annexin V-
FITC/PL # T2 3 7 & . 3£ 90 %R 1G P Ak
QN1293-OIR, WK304, BTN131149) m@ﬁijtﬁiiifl
TR A R F], MatrigelTM 3 e (585 .
354234) W HT M EAERHEABRAF], peDNA3.1 %S
Ak fE RO & (1855 ZY790-20, ZY-
11256) W H FigEEm R YR A BRZA A, TINCR .
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miR-544a . B-actin 7| ¥) M 2L T A9 TR Ky
A BR2AF A .

112 FE2ME [HEEFEMA (5. MIR-162-
PC/MIR-262-PC) g [ HAKA F2AH, 4 A shitr
1 (#4445 ELX800) M4 F 3% [ BIO-TEK A A, i
AL (B . BD FACSCanto II) W4 [ 3£ BD
AF, WEE (S, cX31) 1 H H A OLYMPUS
NFL, R EEHAE RG (K5 . ChemiDocXRS)
Ity B 2& & Bio—Rad 23 7 o

1.2 ApEHESHA

12,1 @iz B ANFLIRIE MCF7 40 e bk (&
ME AR YR A R A ) HUEF 37C. 5% CO,
KRN, TEE10% B4 MmE . St (H&HEE .
HEFE 24100 u/ml) DMEM 8535 56 b B 558, 24 40 g
il 2 80% AL AT B, BRI AL . 1210,

122wy BEURHEOH MCF7 41 i, $% 1 x
1O /ml EFp T 96 FLIEF-MR, F37°C. 5% CO, 555744
M 85 3% o i F Lipofectamine 2000 %% 4 i 57 K
peDNA3.1-TINCR KA £/ . peDNA3.1 25 844K 7 5l
% N\ 2| MCF7 20 M, 43 50 /F i TINCR | 9 41 i
TINCR NC 41, ¥ R4 YL ) MCF7 40 O AE S 25 11 0] BR
. FY24 WS IEHRRSE, BEA-80CUKFIR VR IRAE
1.3 qRT-PCR # il MCF7 48 A2 TINCR. miR-
544a i3t RIAE

25 [ XF B 41 . TINCR NC 2H J% TINCR |- 40
MCF7 4 i 55 % 24 h J5 $2 BU AL RNA, 36 5% 5%
cDNA, B-actin JNZFHEH . RN KA. 95C iR
15 min; 95°CAEME30 s, 63°CiE k30s, 72°CHE
M40 s, 345 MR 72°CHELEEMH 10 min, LA
MR X Rk i IR AL 1.

%1 qRT-PCR3I#1E7

FLH it/ £ /bp
I : 5'-ATCCTCAGTGAGTTCTCCCG=3'

IncRNA TINCR ) 106
i) : 5'-CTTTGCCATCACTGCCATTA-3'
1 : 5'-TGGCACCCAGCACAAT GAA-3'

miR-544a 298
JIi]: 5'-CTAAGTCATAGTCCGCCTAGAAGCA-3'
iEi: 5'-CTCCATCCTGGCCTCGCTGT-3'

B-actin 268

Sl : 5'-GCTGCTACCTTCACCGTTCC=3'

1.4 CCK-8i%#&ill MCF7 ZHAEIETE R IR

25 (X B4 . TINCR NC 2H % TINCR | 4 40
MCF7 400 15 3% 48 h, Jil A CCK-8 ik, 52 h.
K FH 4 A 3l B AR ALK T 450 nm Ab B % B (E
(optical density, OD )o
1.5 WA MCF7 AT E R

25 [ %4 . TINCR NC 2H J2 TINCR | 4 241
MCF7 4 i 15 3% 48 h, PBS ¥E¥ 5 1l 400 wl 1 x 45
B 5 PR TR A 20 LR IR, O VR A VR B O 1
10°4~/ml, JiMA 5 wl Annexin V=FITC; 15 min J5 Jill
A 10 Wl PSR 1 h, 3 A A SO0 7 240 P o T %
1.6 Transwell i&x#&ll MCF7 RS 2215

fifi i 50 ] Matrigel 2 5T I8 (1@ 8 %5 B¢ ) &l
Transwell /N3 B3 FLIE, G LT 1% 37 WOKE 25 1%
WEZH . TINCR NC 2H & TINCR - #4H MCF7 20 Jif 7 ¢
% 25%x 10 /ml, 7E Transwell /N%E 2011200 pl,
TN 500 pl & 10% G A4 i BB SR, 37°C

5% CO, 2 FiEE 24 h, #ELME L4iM, H4% %
5 VP IE [ 2 20 50 IS T 280 FRE A Tk L S o 2 T ) 240
J1 10 min, PBSVEYE, 0.5% 45 5448 Y4 (4 20 min, 7E
200 15 554 19 S G0 B BEHLIE L 6 LR, Feit o i
Mg, JEHRCE .
1.7 Western blotting #: il MCF7 £ R FBXW?7.
PCNA.Bax.MMP-2 & B#AX Kz =

25 1% B 20 . TINCR NC £H & TINCR | # 41
MCF7 13557 48 h, WA, $2 508 41 40 i S R
FIFE . UK B . R B0, JnFBXW7,
PCNA. Bax, MMP-2. B-actin¥if& (1 :500) WH
PR, TBST¥EU, INEPiHR 16 %0 (1 : 1000,
BRI E AR D) EWEIFE 1 h, KLkB6,
T EMR, ot skl IR EE(E, DL H B8R H K B A/
B-actin JKJEE K H 8 FAIXT A & .
1.8 EEXW

HBUTINCR 841 MCF7 41 ffl, % 1 x 10°4~/ml 1
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WM T 96 fLE SR, T 37°C. 5% CO, 5 F%46
P35 3% . fdi ] Lipofectamine 2000 %% 4% 32 71 23 51 4%
miR-544a NC . miR-544a mimic % A MCF7 4 g, H:
43 BIE A miR-544a NC 41 Fl miR-544a L4, 55
24 h 5 IEH 85 9%, qRT-PCR ¥ Il miR-544a A %} 3¢
Ik I IE RS YL AR, CCK-8 ¥E 46 I MCF7 40 ity 4%
BH , Transwell % Ky il MCF7 4 jfd 12 2% |
blotting ¥ ] MCF7 4 fifl FBXW7 25 [ AH % #2154,
ARSI 13, 14, 1.6 1.7,
1.9 SitEFE

B 73 R SPSS 19.0 i34tk . ORI
P« beifiE (cx 9308, R 200, 4
W F A SNK-q ¥, P<0.05 A 25K 4 X,

Western

H

Y

2 HFR

2.1 &4 MCF7 44 B IncRNA TINCR.miR-544a
Xt RIEE

25 X BB ZH . TINCR NC 44 . TINCR |4
MCF7 4 i IncRNA TINCR ., miR-544a #f X% 2 15 &
B, &l ESN, Z2RAGITFE L (P<0.05),
HE— 2L P AL AS R . A X IR 5 TINCR NC 24
e, 2R IXGi#E X (P>0.05); 5% X
41 I TINCR NC 20 A e, TINCR _E 5 40 MCF7 40 Jfg
IncRNA TINCR #H X} & ik & T 5 (P <0.05), miR-
544a FHXTRIKEFEIR (P<0.05), W2,

F2 HHEMCF7 4R IncRNA TINCR.miR-544a

AxREELE (xxs)
215 IncRNA TINCR miR-544a
75 AT A4 1.02 +0.287 1.04 £0.25¢
TINCR NC 41 1.05 +0.33" 0.99 +0.24
TINCR L3841 1.84 +0.42 0.52+0.16
F{H 10.702 10.167
P1H 0.001 0.002

1 5 TINCR FIA4 L, P<0.05,

2.2 £ MCF7 4L 3R 1R

25 [ % B 20 . TINCR NC 44 . TINCR |4 41
MCF7 i il OD B354 (0.69 +0.18) . (0.78 +0.22)
M (035+0.09), &I 200, ZRAGITFEX
(F=10414, P=0.001)., #—L W HLEREER . =
FXF IR 25 TINCR NC AL 4, =5 Rgit#E X
(P >0.05); 525 (4 %} I8 41 il TINCR NC 414 Lt ,
TINCR [ #4401 MCF7 41 g OD {HF#MK (P <0.05)
2.3 KREAMCF7 ARATIER

25 [ X M4l . TINCR NC 40 . TINCR | 40
MCF7 48 JfL 3 1= % 43 5l 2 (11.17+2.04) % .
(10.65+1.88) %l (46.82+8.79) %, & J5 %4
Mr, 25 H5 %3 X (F=91.083, P =0.000).
LI LA A 25 X 4L 5 TINCR NC 4
i, 2R 4 FE X (P>0.05); 525 HX R
ZHFMITINCR NC 444 Lt, TINCR [-#2H MCF7 4 4
TR TIE (P<0.05), WE 1,

25 FXT IR TINCR NC 41 TINCR |2

10* 104 104

103 108 10
— 10? — 10 — 10
2} 2} - 2}

10 7 I 10" 1

10° e 10° 100 -

100 100 10* 10 10 10° 100 100 10>  10* 100 100 10* 10 10
FITC FITC FITC
B 1 &{HMCF7ZapaimmpaE

2.4 &HEMCF7HMEBEEER

25 [ %41 . TINCR NC 40 . TINCR | 41
MCF7 4t it 25 JEE A0 M 25 53 0l o (224.25 £28.65) A~
(206.76 £23.92) N1 (14692 +17.55) 4>, & )5
T, ZRAGIFEE L (F=17.402, P=0.000).

HE— LW LA R . &S UG R4 5 TINCR NC 41
Fb#, ZRAGEITFEL (P>0.05); 55 AR
ZHFI TINCR NC ZLAHE , TINCR |20 MCF7 41 Jfl %
AN B (P <0.05). WL 2,
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YT, %5 TINCR $E ] microR—544a/FBXW7 %t AFLIR S 4N AERATE . (22102

25 0 A

TINCR NC £

TINCR A4

B2 zZ=A3TEEE.TINCR NCZ.TINCR A MCF7 AEZIER (% 100)

2.5 &HMCF7 45 FBXW7,PCNA.Bax,MMP-2
ERHEMNRIEE

235 %I 4E . TINCR NC 40 . TINCR | 41
MCF7 40 Jfi FBXW7, PCNA. Bax., MMP-2 % 4 #f %t
Kb e, ZRA%I#FEX (P<0.05), #i—%

PPN EL AR . S AAXTREZH 5 TINCR NC 4l e, %
SEGITFE X (P>0.05); 575 X R4 TINCR
NC 4 #H E, TINCR L i 20 MCF7 4 ig FBXW7. Bax
EAMXFRXEIE (P<0.05), PCNA, MMP-2%E
A F R BT (P <0.05). W3 FIE 3,

*£3 &HAMCF7 I FBXW7.PCNA.Bax.MMP-2 E G1BX Lk RiZELEE (x+s)

25 0 HEA 0.52+0.12° 0.89 + 0.26 047 +0.11° 0.92 +0.25
TINCR NC 21 0.55 £0.15 0.84 +0.221 0.38 £0.10 0.97 + 0.26
TINCR A4 0.86 +0.23 0.33£0.08 0.93 £0.27 0.29 +0.06
F1E 7.102 14.123 16.491 19.337
P{H 0.007 0.000 0.000

¢ 75 TINCR L4 HL#, P<0.05,

25 FAXFIEZL TINCR NC 4 TINCR _LiE4H
FBXW7 69 kD
PCNA 29 kD
Bax 21 kD
MMP-2 72 kD
B-actin 42 kD

B3 &4 MCF7 4 FBXW7 .PCNA .Bax .MMP-2 & H
MR =

2.6 IncRNA TINCR i& iT #8 @ miR-544a % My
MCF7 4HAai5%E (2 & & FBXW7 B BRI
TINCR 4] . miR-544a NC 41 . miR-544a |-
P 20 MCF7 4 Jfd OD {H . 12 2% 41 B %% &% miR-544a .
FBXW7 S HMIX Rk i, &b, 256
giit e L (P <0.05) . i — WP LA 45 2R .
TINCR %5 miR-544a NC 4 H#, 225088
B (P>0.05); 5 TINCR |80l miR-544a NC 21
e, miR-544a 840 MCF7 408 OD . 122240 ity
% M miR-544a tHXT R BT (P <0.05), FBXW7
EAMRFGA R (P<0.05), WHE4FE L, 5,

R4 HEMCF7HPEOD & . EEMPELE miR-544a . FBXW7 EEMENRIEEHE (rxs)

TINCR L4 0.34 £ 0.07° 160.66 + 15.27° 1.01 +0.09 0.83 +0.08"
miR-544a NC £ 0.36 + 0.07° 153.84 + 15.83" 1.02 +0.08° 0.79 + 0.08'
miR-544a A% 0.62 +0.08 212.93 + 18.40 1.85+0.10 0.43 £0.07
FAE 27.111 22.875 170.767 49.356
P 0.000 0.000 0.000 0.000

1 75 TINCR A4 e, P<0.05,
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25 X IRZE

TINCR NC4H

TINCR |74

El4 TINCR LiEZH.miR-544a NC £H.miR-544a tiffZH MCF7 ZREa{2 2215

TINCR
FiRA

B 5 #&ZHMCF7 415 FBXW7 EBEHIRIE

miR-544a
NC 41

miR-544a
iAA

3 g

FUMBTEAE Lo PR PP HEAT 28 16, B RO
w L CBPERRE R BT AR 25 1k K PR 22 4 A
SR B TT FLRE 2 R PR L ORI,

B S SR I AE, R LA ™. HArsl
JRIEE AR LT 1 R G — , I R L D IR T IO 1Y

AR F B, AR, Mok 2 0 iF s &M
FLI 0 kA . KBS g . =758
Ao,

IncRNA & — 25 K B >200 M % FF 2 19 RNA, A
LA FF 1) S HE S 86 A R Sm A T RE . AR 5T
KL, IncRNA |71z Z 5 HLR & Az 20 B o 2
FEAE S P95 B8 B0 S A A i G A . RS AR
o R PR AE FHU, IneRNA TINCR 78 AZE 501k ik
B R R A 2 S 3k, H IneRNA TINCR W] AE
o BUE R S B, S5 2 R i 3 A
12 2245 i & . ZHANG 25UV 58 & B, IncRNA
TINCR & 7E B B0 FE IR, i 3k 0 45 itk
ARG . T . RS EAEARIEEM. HU
A0SR 5E % I, IncRNA TINCR 8 32 ik 7 4 #F JFF 98
Y B I AV RS . ZHANG Z5UBESE 2 90, TINCR
JEVEAE RO FE I, R VR 3k 4 B e AN i
HE . FR R A L EE N . {H TINCR 75 FL MRS
TR FERVE W N A

&b
He

S (x100)

LIU Z5USIF 58 60, IncRNA TINCR & —FAH .
TEAF A TR E RNA, AT 3 i miR-544a K H DA #E 3L
K FBXW7rf oy gg bk, HCAE Bl v & 4540 il 4 5
REMIEM . A5 A, %K miR-544a RE 2
L 9 A0 P A i RS AR 28 . FBXWT 7R 298
i TP R PRI VE I, GAO 2505 B, i seg 4
il A7 FBXW7 A1) LU o £ i#F MTDH 25 1 7K fif# >k 41
il LM 96 0 L g 24 A ﬁ%%%wﬂt i A B
8 i TINCR 3Rk J5, & B MCF7 41 g OD 1A .
%%%wﬁ%ﬁ,ﬁt$ﬁm,&KWMA
TINCR % ZL A s MCF7 40 a3 5 . (728 R B A0
HIVEH, H TINCR 7] 355 MCF7 41 1. WE 5T
TINCR X MCF7 4l Ml 1 52 W /2 75 5 miR-544a,
FBXW7 F K, & #F 5% #F — & £ I miR-544a .
FBXW7 R A X Kb gt . 450 E W, Li# TINCR
F 3K 5, MCF7 20 i miR-544a A0 X} 3% 35 & B A%,
FBXW7 £ [ AH X 235 8 F i, T 7€ 94 TINCR (1)
[ B I miR-544a 3k J5 , FBXW7 & [ AH X & ik
EREAL, FRF4IE ODE . RERMEE T, HR
1 # 3K IncRNA TINCR A i 238 32 90 4 L AR % MCF7
%wmmﬂ%%ﬁ,ﬁﬁﬁﬁmmwiL,ﬁﬁ
Xif FLAR g MCF7 4 O34 5 . 12 28 A9 0 7 A
XF T A HEAE . i 2R R HMR%m
MCF7 41 (4 AL ] -5 78 il s, ] B8 3 3 41 il
miR-544a 5 FBXW7 45 &, & ¥ FBXW7 Xf Z. i 98
MCF7 4 Jf 0 410 i 38 76 . 1= 28 S A 308 20 A o
EH .

PCNA . Bax, MMP-2 434l 2 5 40 g 3 5
JATS . RZB RN E W T, 7E LRI A bR
RIEERR2, AR R, 525 P A A
TINCR NC 414, TINCR I #41 MCF7 41 Jfl PCNA .
MMP-2 & A X 6 38 T BEAIR, Bax &7 (A X 255 i
Tk, 4278 i #35 IncRNA TINCR AT 17 ) 3L R

.46 -



4 101
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MCF7 Zfi ffi PCNA . MMP-2 %1k, JF{¢ 3 Bax ik,
AT 00 o LR 98 MCF7 4 i3 . 1R28, %S
T, #EM IncRNA TINCR # [i1] miR-544a/FBXW7 111 i
?LH:?%EEMCFHH}H@EE\ 1228 S AR #E 98 Tk 72 v] He

WL 4% PCNA | Bax, MMP-2 kRSB

2 TR, IncRNA TINCR 7] G 38 5of # [i] miR—
544a/FBXW7, il N 2L R 95 4 M i 1G5 . R 58
BiRGRiNE N S O e (AW e N
WA 24, IncRNA TINCR #5 K 4 HoAth 240 i 4 15 5
i [ B LR AN ) 2L 9 20 i b 4 38 75 i — 25
PRIT, LU EE 4 3T A IncRNA TINCR X 2L 95

(RS2, Ak R T 7L A i S A ) S 0
& £ X #
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