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HWE . BB R IncRNA SNHG6 i iF microRNA—26b—5p(miR —26b—5p ) *F = MM SLAEJE (TNBC)
mppdgsh . A AFRAERIEL, ik RIMNERATNBC @ 2 MDA-MB-231 48 if, 3E50)6 o thskd,
BB B L), SNHG6 SR (si—SNHG6 1% 9% F B AR £ 45 ) . miR—26b—5p 474 40( = H R
¥ +miR —26b—5p—inhibitor # # ) & 3k 4% 4 41 (si—-SNHG6 1% 9% 7 2 4k +miR —26b—5p—inhibitor 4% ¢ ) . 5 i
AT R ABEAE R AN SNHG6 A miR —26b—5p 89 & ik, 5F|#4T CCK-8 £, XJR FI & Transwell 35
M MDA-MB-231 2003870, A5 BAZ 488 ), SRR A R A BHRAE 210400 SNHG6 55 miR —26b—5p 9 ¥
VR, R BB, SNHG6 UL SNHG6 mRNA &2 T (P <0.05), miR—26b—5p mRNA &k E
(P <0.05); HATELAKE, miR—-26b—5p P44 SNHG6 mRNA &% Eif(P <0.05), miR—26b—5p mRNA
FAEFIA(P <0.05); 5 SNHG6 SURZLILE, miR—26b—5p 4] 28 A= 3k 25 4 21 SNHG6 mRINA & ik Eifl (P <
0.05), miR—26b—5p mRNA %i& T (P <0.05); 5 miR—-26b—5p#p#l2Arbis, 457420 SNHG6 mRNA & ik
TP <0.05), miR—26b—5p mRNAF&ik LF(P <0.05), &L, SNHG6SURLL ., miR—-26b—5p ¥4, 3k
B J24h, 48h, 72h# ODMAE, KM T AM TR T £ 54, 4R OREENE&ODIAA £ 5
(F=52.481, P=0.000), @42LODAAA %27 (F =50.336, P =0.000), 5aIFRLILE, SNHG6SURLLR HEE440
24 h, 48 h & 72 h&) ODAAKAK(P <0.05), miR—zeb—ap;}W%Jéﬂm h. 48 h&72h#g ODEA & (P <0.05); 5
SNHG6SUBZAILEL, miR —26b—5p 4] LA bt 44024 h, 48 h & 72 h#9 OD{AFZH (P <0.05); 5 miR—26b—5p
kAR, EEERLE ODMARAR( P <0.05) ®4éﬂ ODAFAHAHA £ F(F =20.109, P =0.000) . 5Lk
3, SNHG6SURM fo kit £ X AAF AR, 122 MmIH08, Y (P <0.05), miR—26b—5p 474 AX]JR A4 F 4t
%, BEmMBHIEM(P <0.05); 5 SNHG6HURLLILE , miR—26b—5p | dlfe it LN ASRIT G, 2E
MAHIE (P <0.05) ;5 5 miR—26b—5pdphl2irbiz, e fMRIEAL B, FE2MICHR Y (P<0.05), A
SNHG6 5 miR—26b—5p & B 53] LA A2 E45 8, 418 #UR SNHG6 @i ¥e@ £ MDA-MB-231 2 e
miR—26b—5p # %k, pH TNBCIG, EABRAZE,
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Abstract: Objective To explore whether long non-coding RNA (IncRNA) small nucleolar RNA host gene 6
(SNHG6) regulates cell migration and invasion via microRNA-26b-5p in triple-negative breast cancer (TNBC).
Methods Human TNBC MDA-MB-231 cell line was cultured in vitro, followed by being grouped and transfected
with different vectors. Specifically, the control group, SNHG6 knockdown group, miR-26b-5p inhibition group and
co-transfection group were transfected with empty plasmids, si-SNHG6 lentiviral vector, empty plasmids together
with miR-26b-5p inhibitor, and si-SNHG6 lentiviral vector together with miR-26b-5p inhibitor, respectively. The
expressions of SNHG6 and miR-26b-5p were detected via qRT-PCR. The proliferation, migration and invasion
abilities of MDA-MB-231 cells were detected via CCK-8 assay, scratch assay and transwell assay, respectively. The
interaction between SNHG6 and miR-26b-5p was detected by dual-luciferase reporter assay. Results Compared
with the control group, the mRNA expression of SNHG6 was down-regulated and that of miR-26b-5p was up-
regulated in the SNHG6 knockdown group, while the mRNA expression of SNHG6 was up-regulated and that of
miR-26b-5p was down-regulated in the miR-26b-5p inhibition group (P < 0.05). Compared with the SNHG6
knockdown group, the mRNA expression of SNHG6 was up-regulated and that of miR-26b-5p was down-regulated
in the miR-26b-5p inhibition group and the co-transfection group (P < 0.05). Compared with the miR-26b-5p
inhibition group, the mRNA expression of SNHG6 was down-regulated and that of miR-26b-5p was up-regulated in
the co-transfection group (P < 0.05). The OD values at 24 h, 48 h and 72 h were compared among the four groups,
and the repeated-measures analysis of variance revealed that the OD values were different among the time points
(F=52.481, P=0.000) and among the groups (¥ = 50.336, P = 0.000). Specifically, the OD values at 24 h, 48 h and
72 h in SNHG6 knockdown group and co-transfection group were lower than those in the control group (P < 0.05),
while they were higher in the miR-26b-5p inhibition group than those in the control group (P < 0.05). Compared
with the SNHG6 knockdown group, the OD values at 24 h, 48 h and 72 h in the miR-26b-5p inhibition group and co-
transfection group were higher (P < 0.05). The OD values were lower in the co-transfection group than those in the
miR-26b-5p inhibition group (P < 0.05). The change trends of OD values were different among the four groups (F =
20.109, P =0.000). Compared with the control group, the scratch healing rate was lower and the number of invasive
cells was decreased in the SNHG6 knockdown group and co-transfection group (P < 0.05), while the scratch healing
rate was higher and the number of invasive cells was increased in the miR-26b-5p inhibition group (P < 0.05).
Compared with the SNHG6 knockdown group, the scratch healing rate was higher and the number of invasive cells
was increased in the miR-26b-5p inhibition and the co-transfection group (P < 0.05). Compared with the miR-26b-5p
inhibition group, the scratch healing rate was lower and the number of invasive cells was decreased in the co-
transfection group (P < 0.05). In addition, there was a binding site within miR-26b-5p for SNHG6. Conclusions
Knockdown of SNHG6 inhibits the cell proliferation, migration and invasion in TNBC by targeting and up-
regulating the expression of miR-26b-5p in MDA-MB-231 cells.

Keywords: triple negative breast cancer; long non-coding RNA small nucleolar RNA host gene 6; microR-

NA-26b-5p; proliferation; migration; invasion

LRI Lo VR WL G I e SR FL W ZH 4L CTNBC 48 M 5 E R LR B R 48 i SNHG6
i8] (triple negative breast cancer, TNBC ) ST M R R Fik LT HE TNBC ZH 2 I 40 s IncRNA SNHG6
B () — PSR o FLIR A 1 15% ~ 209%™, TNBC rsik . H mieroRNA-26h-5p (miR-26b-5p) 75 7L
HAERERE 5 EE DGR E R & N 355 4 2 o o 400 B v B 0 R 45 309 S0
o H T TNBC it = 58 5 PR 36 7 50 0, Bt 1 i
TNBC B &A= & AL, F-H08 A 97 206 TR
J7 TNBC B A7 8 225 P, K 4% 9E g% % RNA (long
non—coding RNA, IncRNA ) — PP GRS I RE Y 1 1‘7]'*3',575;’%

RNA, ¥T4E M55 & B, IncRNA SNHG6 78 % 5% Je %
SEKT L Re R E 3 R s, AR AT b g 11 BRI
PR S AR R & B TNBC 4121 5 I A TNBC 41l Jifi 2 MDA-MB-231 41 Jitd ( = ¥ 54 )15

I, 7R 30 E ST IncRNA SNHG6 3 33 miR-26b-
Sp % TNBC 4l A7 4 24 B2 0, SR E U F .
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miR—26b—5p M I H) . SNHG6 sk 112 975 75 2544
(P38 A B BHE Y B R AT PR3 7)) |, Lipofectamine
2000 X5 ( 92 [H Invitrogen /A ] ) , TRIzol 3857 ([ IE K
A R A PR R ), 38 5% SR &5 (52 [ Promega
28 E)) L PO R S B EE I (quantitative
real-time polymerase chain reaction, qRT-PCR ) i 57| &
(L —F AR A BRA R ), CCK-8 X7 & (
Mg DUE AR W) TRRAT BRZA D), R (3€ 8] Corning 24
Al ), 280 2R B A R g (bt E R e R A B
NEID

TAAARBR KR FRAE (152 120300, Jb 5B RH
ARTTAEA ) BB 2O0 0 s (545 : DMiSA, |-
kR BMAREALARAF), EW kKL
(#15 lucetta 2, L LR A R TTAE A A -
1.3 ZHRERR DA

¥ MDA-MB-231 41 i fif Uk & % i, B0 T
DMEM K5 5% 3k (1% 10% Jif 4 L7 ) , & F A Ak b
FRAR IR T COMREE N 5% , IR FE N 37°C , Hh Al
TRRE . BN BUE KA MDA-MB-231 411 Jfd , 4% 1 x
10° AN /FL 0 % B 2 Fh T 6 LM b, 195 55 48 b 8 3R
24 b, 75 20 %5 3 5K 70% ~ 80% I kAT 4 |

43 905 B X PR 2H  SNHG6 #f s 41 . miR-26b-5p
EE N PO 7S R O K S e - T T
e SNHG6 i Jfi 41 K FH si-SNHG6 18 95 75 2 (AR ik 17 5%
e, miR-26b-5p il 2 R F 25 %% it K S miR-26b—
5p—inhibitor #1755 44 , 5% L 21 [W] 15} 5% ] si—-SNHG6
955 5% 25 A& & miR—26b—5p—inhibitor HEFTH5 4%
1.5 Fik
1.5.1 2 e 55 e Bk gy o & % MR Lipofectamine
2000 12457 & Ul I A5 HEATHERAE L 2 BRI 3 41 1Y T
WARIEAT R Y, T AR A T K5 F2 48 h, R H
151 5 20 O b 0 W 8 B e A8 % (S G A T )™
g e gy B YRR > T0% ., MDA-MB-231 4 il 2
ERYL G RS T LR g 4N B AL, A SR
53, I U E .
1.52  qRT—-PCR # M| %8 i, SNHG6 . miR —26b—5p
mRNA #7 %15 K H TRIzol i 57 £ 42 Bt MDA-MB-
231 41 i & RNA, JF K RNA ¥ B I 46 7, A RNA
SRR, R FH 398 2 i a0 30 7 S5 31 cRNA L L) U6

KN Z AT qRT-PCR, JZ W 4 %2 35 20 L : cDNA #5
B2 wL,SYBR 10 wL, 1E [0 JZ 17 51 #4145 1 pL, 4l
K6 who P35 . 95°C AP 20 s, 60°CHE & 30 s,
T2°C HEA 10 s, 2 40 RAE IR, R 27 BT E
SNHG6 .miR-26b-5p AHXF Rk i, 1P FH WK 1,

%1 oRT-PCR3|#5%!
EIL7ES
L L7z
B /bp
IEM : 5'-CATCCTGATACTACGTCAAGACGT-3'
SNHG6 24
JZ 1 : 5'-GTACAAGACGAAGCAGACGTCGT-3'
mik—  1E: 5-TCCGAGCAGGAAGACTCAG-3'
19
26b-5p [ [f] : 5'-AGAGTGCAGGGTCCTAGGT-3'
ET : 5'-CTCGAGCGCATCAGCAA-3'
U6 17
JZ 1] : 5'-AGACCTACTCACAGACT-3'
IE T : 5'-GAAAGCCTAACGCCACGTGCA-3'
GADPH 21
JZ 1A : 5'-GACTCCACGACACTGATACAG-3'
1.53  CCK-8:k#% M MDA—MB-231 %8 L3 74 4t

MDA-MB-231 4 fufs & 55 e, 5 4 it 28 3 1 3%
2x 10*4~/mL, 7E96fLA ., & fLIEFN 0.1 mL 4 g
B, T AR R T R SR 24 h . 48 hFI
72 h, FALAIA 0.1 mL CCK-8 ¥k, kLl 4h,
K FH B B ARSI 450 nm Ak Y6 % BE (optical density,
OD){E, AR¥E OD {HE H] Wi 41 it 344 5 R

154  XJE 34 MDA-MB—231 48 it it # 4
MDA-MB-231 4l il £ e 55 e I, T 6 FLARiF AT 15 3%,
LU 2 x 1020 A, 35 57 3k 0 {200 B 0l B A G, o
FRWA Sk T 5 5L )5 1 R4, ok s gk 2L 85
F%, 3 F 0 h 55 24 W B WA R A A 00, 40
REHURE J5 1 Tmage BRI o 401 X 98 B2, THEEEAS
FEF MR E AR, WIREER(%)=>d,,-
d,, ) /d,, x 1009% )"

1.5.5  Transwell 5 34 M MDA-MB—-231 %8 i 1% %
At/ MDA-MB-231 40 A% 5 Y Jm , il i 4 it 2
B R 2 x 10°/mL B9 41 i 294 , 18] Transwell /NE [
B 50 WL i H B 6 0T JE , 468 [ f A 100 L 240 g
W, FZ A 500 mL DMEM 55 3% 5 (& 10% Ji5 4= 1fi.
), AR SRR R SR 48 h e B AR R,
B D ER RN, 4% Z BB EEEE G, A
0.1% 45 f 2R YL {5, 15 min J5 B0 F W%, id s &
o 20 i K, BEALE 3 P8 EF f H {E

1.5.6 MR KBRS % 5 I 4E SNHG6 5 miR -
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26b—5p ¥y ¥ mAE R ¥ SNHG6 3 [H i A B 956 6 &
fiff 3L PR E i, F  SNHG6-Wi (B 42 )  SNHG6-Mut
(S A5 RY) (1) B¢ 5 3= i e 15 BB, R JH miR-26b-
Sp-mimics—NC Jii Fi K miR-26b—5p-mimics Jii i , 55
SNHG6-Wt , SNHG6-Mut F1 5% ¥ MDA-MB-231 4il g,
& 4 19 F] miR-26b-5p-mimics—NC-SNHG6-Wi ,
miR-26b—5p-mimics—NC-SNHG6-Mut, miR-26h-5p—
mimics—SNHG6-Wt,miR-26b—5p-mimics—SNHG6-Mut,
4FNARIEL, I A 2 . BRI S SR 48 h, B 40
FEEGO W BE W, A3 ) B VA SO TR
B2 1WA 50 WL, d 2SR AR 9 kSRS I ASCRS: T
DGR B PE"
1.6 Sit=EFHiE

B 73 BT SR SPSS 21.0 Gt ik . i iR
DASAE = b2 (xx s) FoR, W R 7 20
Br ol 8 2 BT 220 0T, 2D PR LA
FHLSD-t K346, P <0.05 K22 %A Gt X,

2 HR

2.1 &HMK SNHG6.miR-26b-5p mRNA #8 Xt
RIEEILR

X} HEZH  SNHG6 R i 2H . miR—26b-5p il il 26 3
% Y 21 SNHG6 1 miR-26b—5p mRNA 1 %} % 35 2
B, & #=m, ZRAYiH#E X (P<005), 3
— 5 LA A S 5 IR LA, SNHG6 il I 4
SNHG6 mRNA % ik F ## (P <0.05) , miR-26b-5p
mRNA ik i (P <0.05) ; 5% B4 HEHL , miR-26b—
5p i 41 SNHG6 mRNA 235 [ (P <0.05) , miR-
26b-5p mRNA 35 T IH (P <0.05) ; 5 SNHG6 i i 2H

FL A, miR—26b—5p 17 il 21 A1 4% L 20 SNHG6 mRNA
Fik i (P <0.05) , miR-26b-5p mRNA % ik F i
(P <0.05) ; 5 miR-26b-5p 1] il 41 b A, 2 Yy 21
SNHG6 mRNA 3 ik F # (P <0.05) , miR-26b-5p
mRNA %3k I (P<0.05), W2,

K2 &AM SNHG6.miR-26b-5p mRNABX RiLxE
Eb# (xxs)

215 SNHG6 mRNA miR—26b-5p mRNA
X B ZH 1.00 £ 0.01 1.00 + 0.01
SNHG6 msi 4 0.68 +0.07" 3.26 +0.34"7
miR—26b—5p 2 1.72 + 020" 0.73 + 0.07?
Bl 1.15+0.16%% 1.42 +£0.157%%
F1iH 42.884 145.535

Pl 0.000 0.000

o OS50 AL HE, P <0.05; @5 SNHG6 4l He 4, P <
0.05; 35 miR-26b-5p M 4L FLHK, P<0.05,

2.2 &4 MDA-MB-231 fARIEHE M b8

X B4 . SNHG6 i 41 . miR—26b—5p i 41 3
ezl 24 h 48 h 72 h 19 OD H L %%, >R i & &2 il i
WA 7 2508, 45 5 - O [H] B[] 4 OD i A5 25 5%
(F =52.481, P =0.000) . @441 OD i fi 2 5 (F =
50.336, P =0.000) , 5 X} B 21 L%, SNHG6 i ok 41 Je
L YL 24 h 48 h B2 72 h 4 OD B F& A% (P <0.05) ,
miR-26b-5p il 41 24 h 48 h 2 72 h 1) OD {8 F+ &
(P <0.05) ; 5 SNHG6 @i ik 41 b % , miR—26b—5p 111 i
AN ILRE YL 4] 24 h 48 h S 72 h () OD {E 7 (P <
0.05) ; 5 miR-26b—5p 0l 41 bk, H 4% g 4 oD fH
FEAR (P <0.05) . @441 OD(EAE A 25 (F=
20.109, P =0.000) ., WF3.

*3 HAXRREAESMDA-MB-231 i ODELLLE (x =)

4151 24h 48 h 72h

X IR 0.41+0.05 0.57 0.06" 0.68 = 0.07"%
SNHG6 i 0.15+0.02° 0.27 £ 0.03" 0.32:£0.04"
miR—-26b-5p il 41 0.58 +0.08°7 0.71 +0.077%@ v
R | 0.27 +0.04°Y 0.38 +0.04795

I D524 h 48, P<0.05; @5 48 h i, P<0.05; @55t HRLL HLAL, P <0.05; @5 SNHG6 w1 H 4 , P <0.05; 55 miR-26b-5p il

2 HdE, P <0.05,

2.3 &% MDA-MB-231 AT &R L&
X} B2 SNHG6 @i Jak 1 . miR—26b—5p i 41 | 3t

e A RIR A AR 00 (29.20 +3.81)% . (11.61 =
2.04)% . (52.18 +6.25) % AN (16.73 £3.11)% , & J5 2%
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ST, ZRA G ERE L (F=79.321, P=0.000) , i
— T LA A AL 5 IR EE 3, SNHG6 i sk 41
AL L 28 R R A G BRI (P <0.05) , miR-26b-5p
I RDR A A Tt (P <0.05) 5 5 SNHG6 ik 41
b #5¢ , miR—26b-5p 417 il 20 A1 A 5 e 4 SR A 5 R I
1 (P <0.05) 5 5 miR-26b-5p il 21 Heo 4%, 3Lk e 4
RIR A R M (P<0.05). WE L,

2.4 &4HMDA-MB-231ffELEER LR

X HEZH  SNHG6 fii s 4 . miR—26b-5p # il 21 . 3

NN

Xof B4

SNHG6 i 2

e Y 2] 12 28 40 M %k 53 i ol (78.18 £8.41) AN/HP
(31.84+4.66) /HP. (108.38+11.05) 4~/HP Fl
(49.61 +5.38) ~/HP, %7‘52%63\19? ERAGIEE
M (F=73.945,P =0.000) . #—LHHLEER: 5
X HRZH L, SNHG6 m&ﬂﬁéﬂ&/\%%&éﬂ{%%@ﬁﬂﬂ’@é&
Wi/ (P <0.05) , miR—26b—5p 11 £H 15 22 41 fitg %51
(P <0.05) ; 5 SNHG6 i sk 4H Fb 35, miR—26b—5p 4111 il
21 A e Y 2 {2 2% A0 A B0 n (P <0.05) 5 5 miR-
26b-5p M il 4 b A, A Y 4 4= 28 A H50s D (P <
0.05). VL2,

miR-26b-5p i 2H

1

L |

'(-

u,. L

10 e 4
Q

:-_'-.4

¥
>

.9 dl;ﬁ

Lo

gt oA
' A

( 3
H ..O‘b
SNHG6 R 2

0w
*pr e
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2 £ MDA-MB-2314HiEZER

25 XNANEHIHWER

miR-26b—5p-mimics—NC-SNHG6-Wt 4] . miR-
26b-5p—mimics—SNHG6-Wt £H %¢ 5 2 il 5 ¥ 23 51l
(1.01£0.07) F1(0.41 £0.10) , 28 t K 46, 2 F A 58 it
228 X (t =59.445, P =0.000) , miR—26b—5p—mimics—
SNHG6-Wt 21 ¢ 't 2 M 7 1 B AL . miR-26b-5p-
mimics—NC-SNHG6-Mut £
SNHG6-Mut 21 % 5 28 Wi i 14 7351 4y (0.95 + 0.05) FI
(1.04+0.08) , &tk , ZH LHITFE X (1=
6.843,P=0.076) ., WK 3,

. miR-26b-5p-mimics—

f : ',.9’ hs""p’i,‘."‘

& %H MDA-MB-231 i #% &

miR-26b-5p 4 1
(0.19% 45 fb 289 £, x 400)

3. ggacttAATGAACTt-5° miR-26b-5p

5 - apaatgagcattTTACTTGALt -3* SNHG6 Wit

5’-aaaatgagcatt AATGAACTt-3> SNHG6 Mut

B3 miR-26b-5p 5 SNHG6 KR % &

TNBC & — Ff G P B2 5 e OGP R, B
Keid . WUR 2 AR E R A, RN 2%,
SEREREL . AT A —E R R H AT
IR F B ALY s 67 b &, A R R INA

.34 .
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¥7 ., WIVEH B @ B RCA B, i TNBC 2 33 7 #
R, RS- 3R TNBC B 19368 97 88 6 8k BIF 5T 1 34
U SNHG6 745 B 9 < Iitides S e JoT Jeg 45 9 i
SRR RIS, HAMIR BoR, SNHG6 & ik 55
N GE N ORISR RN i SN o A S T PTN
SNHG6 7E 7 # 2 21 b 3k, w980 7 48 40 Jifd
SNHG6 % ik fig 1% 31 il Teal 183 75 %8 40 A 48 7 , IF 42
VRN T o PR 4R I SNHG6 X TNBC 41 i fiY 384
B ARG HA — R, AT I S A AT 5T
K, FE Z 50 microRNA H, T4t SNHG6 X hsa—miR-
26b—5p 115 Wi B B ., BRI AR SC | 7E 58 SNHG6 i
i miR-26b-5p ¥4% TNBC 9 7E AL -

miR-26b-5p 7E 9% 4 il v — i ¥4 400 9 2L 1A 7
YERT, 76 51 S0 | R8s 2 HOBR B 2L 3k o v, oo
M 1 A ) AT R 3 R A — s TR AR 5 iR
SiE () 2 VN AR I 5 26 5k i A R A S 0 AR A
SNHG6 £ MDA-MB-231 41l fitd v [] 4 v 22 1, {E 41 il
SNHG6 #4335 X 8 25 miR-26b-5p , 5 il MDA-MB-
231 4L AE W) 22 AT 0 ORI . IneRNA 5 miR-
RNA 776 R0 ) 5C R | R U8 52 M Jis 4t A 11 A= )
110 & EPWIE BoR , Ml miR-30-5p 1Y 3%
ik, BEAE 0 5% T P8 SNHG6 X 3L IR MCF-7 41 Jifd ) 4
B GER AR ZE MR . eI =PRI
IncRNA SNHGS5 HE % 4 [ 4 455 F % 40 4 miR-132—
3p, DT A2 E 25 L i 240 L P 184 9 e RS RO,
il 45 T g 40 LT 08 T o AT 9 A T L i S
H & B, T 4 SNHG6 %} hsa—miR-26b-5p 4 52 i fi
K, PR3 3 Bk SNHG6, 43 #1 5%F miR—26b—5p 18 #2
FEHT, LR TNBC 48 L A= 90 ¢ 47 i B 52 e o A B
LI LR, B SNHG6 R X OD {8 KR f&r &
R L 2 22 A0 M R, 30 miR—-26b—5p RE 98 3 i
OD fA . Xl JE i A& 3R K i i 12 7% 40 Jt 0, T g 0
SNHG6 1 [ i 41 1] miR—26b—5p fE % i — 45 A% OD
B XK A 5 40 AR 2% 20 M B, 3R B
SNHG6 HE % 1 1] MDA-MB-231 4l Jifg (9 458 1T 7% M
{2 ZE 6 J7, I 4E 2% TNBC 4 & & , Bk — 2 52
miR-26h—5p [F]FEHAT 16 TNBC 40 35 125 7
RS o Sy A A 5 38 i R EE ' 3Rl 5L 5 K
qRT-PCR il #f — A 9E 5, SNHG6 5 miR—-26b—5p Ji
R3] | A7 AR 45 400 05, SNHG6 i 26 35 fiE g #02 [17] 3
% miR-26b-5p L5 T 5 , M il MDA-MB-231 4fl i 1Y

A W) 2 AT A5 AW Rl miR—26b-5p 1k BE % 5
SNHG6 fi £ 35 , M T 2 7E MDA-MB-231 4 Jifd i) £ 4
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