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i RNA-3178 F = 3% 5 e i X = FH P 30 B 9

ZH s MDA-MB-231 1k 57 SO 59 52 Wi

M R gLms’ BXGRE et IR

[#HE) BB FiH% RNA(miRNA)-3178 I =35 5 8l ( genistein, Gen ) 7E = [ FL AL T ik
BT RER, FiE (D) 3B ARFMRENH 22 £ AR (DOX, 0.125,0.250.,0. 500 umol/L) %42
e ( PTX, 0.20.0.40.0. 80 wmol/L) B4 Gen(2.5 pmol/L) AbFE MDA-MB-231 4L /5 , Al MTT 24630
AR OL, IFTH LM 1C5, 5 (2) RA/INVAF T4 RNA(siRNA) THEE AR miRNA-3178 /N T4
FBEBRI 5 MDA-MB-231 4iiffl ( miRNA-3178 siRNA 41) , LABE YL TC X siRNA (1 4H B4R 7 [ 4 o B4
T real-time PCRIEHGIN T-HLA5H, 40 B [ BE DOX 8 PTX Zb# miRNA-3178 siRNA 2H & [ 1%
Yob FE L A, R0 2 ZH 40 B IRl Ak 7 25 0 U R 22 57 5 (3) 43l 0. 250 pumol/L DOX (0. 40 pmol/L PTX
}2.5 wmol/L Gen AbBH MDA-MB-231 4 Jfd, 7 JH real-time PCR 3246 I T A 4k 3 40 5 2 4 34 240 40 it
miRNA-3178 FRIKE M2 5, 2 LHAHMI ] A= I % S miRNA-3178 Rk (Y LLECR T ¢ K4, 22 2H 40
JfUE] miRNA-3178 A 1t i) USRI K R J7 22 4007, LRI W LU AR T LSD i, 25 5R (1) MTT 45
BN 0.125.0.250.0. 500 wmol/L DOX H.2454b#E MDA-MB-231 i 48 h J& , 4 A= 4 31 2 43 5]
$916. 7% +0. 4% 25.9% 0. 1% K 44.9% 0. 1% ,BEA 2.5 wmol/L Gen AbHJ5 4 AL KA 234 4 2%
0,535 h 29. 8% +0. 3% .45.3% +0.4% K 68.5% +0.4% , A6 bz, 2 S M H L H % X (1=
38.12.61.57 82.70,P ¥j< 0.001) ; F 0.20.0.40.0. 80 wmol/L PTX Fi 24 /4h B MDA-MB-231 4l 1 48 h
o, A AR KA RIR 9N 15. 3% +0. 3% 27.9% +0. 5% M 39. 2% +0. 1% , B4 2.5 pmol/L Gen AbJ#
T A I A A Rt BB, 23 A 32. 7% 0. 7% 48. 3% +0. 1% M 63. 3% +0. 2% , 21 [6] lL#5¢ | 2 5+
WA G % 5 X (1 =34.41,58.63,213.91, P ¥ <0.001), DOX Hpd4E H T 40 ffL &9 1C,, N
1.230 wmol/L, & 2.5 wmol/L Gen J&, IC, [ 4 0. 440 pmol/L; PTX Bl AE F T 40 /Y 1C,, M
0. 64 wmol/L, B4 2.5 wmol/L Gen J5 ,1C,, &K 0.27 wmol/L, (2) 7E AR [E# E DOX (0. 125.0. 250,
0.500 pmol/L) &Y PTX(0.20.,0.40.0. 80 pwmol/L) BYE T, miRNA-3178 siRNA 41 MDA-MB-231 4fififi £k
A R 0 AR T H R B 2H (5% 5 JE X siRNA) (12.3% £0. 6% . 16. 7% +0. 4% ,21. 2% +0. 9%
I 25.9% 0. 1% ,27. 2% +0.9% X 44.9% +0. 1% ,1=8.99 .7.33.27. 34, P $#J<0. 050;8. 8% +0. 5% It
15.3% %0. 3% ,13. 4% +1. 1% . 27. 9% +0. 5% ,20. 2% =0. 9% k¥ 39. 2% 0. 1% ,1=16. 80 .17. 57 30. 48 ,
P¥<0.001), (3)IiA AbHAT K o 4b 020 41 i (] miRNA-3178 Rib B ERHEA KT HB X (F=
66.57,P<0.001) , ZHEPIMHE B/R, SARAAFAME, DOX(0.250 pmol/L) & PTX(0. 40 wmol/L) 4k
FHZ MDA-MB-231 4i/fd miRNA-3178 ik TG A4k (P=0. 611 0. 235) , i Gen(2. 5 pmol/L) W] I 3
/N MDA-MB-231 40jiff miRNA-3178 #2354 (11. 10+0. 33 . 5.77+0.21,P<0.010), £&it  Gen M
miRNA-3178 W] G380 = B FLAREE 40 A MDA-MB-231 X} PTX Il DOX L7 Ay ekt
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[ Abstract] Objective To investigate the effect of miRNA-3178 and genistein on chemosensitivity of
triple negative breast cancer MDA-MB-231 cells. Methods (1) MDA-MB-231 cells were treated by
doxorubicin (0. 125, 0.250, 0. 500 pmol/L) and paclitaxel (0.20, 0.40, 0. 80 pmol/L) alone or combined
with genistein (2.5 pmol/L). MTT assay was performed to detect the cell growth. IC,, was also determined.
(2) Using small interfering RNA ( siRNA) technique, MDA-MB-231 cells were transfected with small
interference fragment miRNA-3178 ( miRNA-3178 siRNA group), and the cells transfected with nonsense
siRNA served as negative control. The real-time PCR was used to detect the interference results. The miRNA-
3178 siRNA group and negative control group were treated with different concentrations of doxorubicin or
paclitaxel respectively to detect the chemosensitivity of cells between two groups. (3) MDA-MB-231 cells were
treated with 0. 250 pwmol doxorubicin, 0.40 pwmol/L paclitaxel and 2.5 pmol/L genistein, respectively, and
the expression of miRNA-3178 in all treated and untreated groups was detected by real-time PCR. The ¢ test
was used to compare the growth inhibition rate of cells and miRNA-3178 expression between two groups. One-
way analysis of variance was used to compare the expression of miRNA-3178 among multiple groups. The LSD
method was used for pairwise comparison. Results (1) After being treated with 0. 125, 0.250, 0.500 pmol/L
doxorubicin for 48 h, the growth inhibition rate of MDA-MB-231 cells was 16. 7% +0. 4% , 25. 9% +0. 1% and
44.9% +0. 1% , respectively. If combined with 2. 5 wmol/L genistein, the growth inhibition rate was 29. 8% +
0.3% , 45.3% +0.4% and 68.5% +0.4% , respectively, indicating a significant difference (¢ =38.12,
61.57, 82.70, P<0.001). After MDA-MB-231 cells were treated with 0.20, 0.40, 0. 80 pwmol/L paclitaxel
for 48 h, the growth inhibition rate was 15.3% +0.3% , 27.9% +0. 5% and 39.2% +0. 1% respectively. If
combined with 2.5 pumol/L genistein, the growth inhibition rate was 32.7% +0.7% , 48.3% +0.1% and
63.3% +0.2% , respectively, indicating a significant difference (1=34.41, 58.63, 213.91, all P<0.001).
The ICy, was 1. 230 pmol/L when MDA-MB-231 cells were treated with doxorubicin alone, and decreased to
0. 440 pmol/L if combined with 2. 5 wmol/L genistein. The ICy, was 0. 64 pwmol/L when MDA-MB-231 cells
were treated with paclitaxel alone, and decreased to 0.27 pmol/L if combined with 2.5 pwmol/L genistein.
(2) Under different concentrations of doxorubicin (0. 125, 0.250, 0.500 pmol/L) or paclitaxel (0.20,
0.40, 0.80 pmol/L), the growth inhibition rate of MDA-MB-231 cells in miRNA-3178 siRNA group was
significantly lower than that in negative control group ( transfected with non-sense siRNA) (12.3% 0. 6% wvs
16.7% +0.4% , 21.2% + 0.9% wvs 25.9% + 0.1% , 27.2% + 0.9% vs 44.9% = 0.1% , t=8.99,
7.33, 27.34, all P<0.050; 8.8% +0.5% vs 15.3% +0.3% , 13.4% +1. 1% vs 27. 9% =0.5% , 20.2% =
0.9% vs 39.2% +0.1% , t=16.80, 17.57, 30.48, all P<0.001). (3) The difference in miRNA-3178
expression was statistically significant between treatment groups and untreated groups ( F=66.57, P< 0.001).
The results of pairwise comparison showed that compared with untreated group, the expression of miRNA-3178
in MDA-MB-231 cells treated with 0.40 pmol/L paclitaxel and 0.250 pmol/L doxorubicin treatment group
presented no significant difference (P =0.611, 0.235), and the combination with 2.5 pmol/L genistein
significantly increased the expression of miRNA-3178 in MDA-MB-231 cells (11. 10£0. 33 vs 5. 77+0. 21, P<
0.010). Conclusion miRNA-3178 combined with genistein may increase the chemosensitivity of triple
negative breast cancer MDA-MB-231 cells to paclitaxel and doxorubicin.

[ Key words ] Breast neoplasms; MicroRNAs; Genistein; Doxorubicin;; Paclilaxel ;
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SHHIRAIRYT TR, 5 TNBC B 1LI7 97 20k
SRR IS 0 B SR S TSR R AR T B A
FEEERREZ —,

A7 G 2 BE 38 Jin g AT 24 Rk Y 25
Yy, AT 2566 B RRR B AR T RO R R
N, FEEE I A T R A AR, KR
EFRIE R B A S I < - [
(genistein, Gen) f&—Fp 2L RIRAE Y MEPL R, &
KOG S AR EF R, AL AR B
WEAERF ST K R, Gen T A 25400 1 2L AR 98 40 A 348 4 35
ST, OF Al ROk IR A A Ak SR,
Gen 75 AT H2 5 TNBC Xtk iy 244 i S0t [ 9 Ak
WFFE B LD REAE [ N Sh 27 5 78 w5 IR R
I R, Gen TT T ZFH 5 RNA (microRNA ,
miRNA ) [ 23K K-, AT & 35— R 50 0 A W 244
YT 3R miRNA 1] GE7E Gen HLRIAE FHH & 15 5
TR .

ARSI B TNBC 4il fif MDA-MB-231, i i
RINIE5E Gen BE A IR BT AW Z Z LA
(doxorubicin, DOX) 8% 28 #2 [ ( paclitaxel , PTX ) X} 4
MA R B E A, W12 33T Gen S miRNA-3178 & 7%
AT LA TNBC A7 fUs: r= A 5

M E5TTE

—  EEARRR

N FLIREE A0 Mk MDA-MB-231 Il [ 3% [ ATCC
5] DMEM 1535560 H 3€ [E Hyclone 23 F] 5 Jif 4 1L
T JREE H AR -EEE R W A 3L [ Gibeo 2] )%
SEIRA & real-time PCR A5 & H H 4 TakaRa 23
A MTT 14 3 3£ & Sigma 28 A 51900 A Eigiiz A
YA BR 23 w5 Trizol, R i & 2000 ( Lipofectamine
2000) 1 H & [ Invitrogen A Fl, CO, AIHIE: 246 N
F[E Thermo Forma 23 F] ;7 fifr; ¢ V6 %€ & PCR L
7300 A JEE ABL 24 H] ™ b 6 AR &AL R E
Eppendorf 23 7] 77 it ; AE-100 HL 7381 K- R & 1
Mettler 23 & ;=i

= AfpEsE AR

4 MDA-MB-231 4ifIINIA S A 10% J4-I1E |
100 U/ml 82 100 wg /ml §E5E Z 1Y DMEM 5535
Hr BT 37 C 5% CO, 4 3% 7246 rh 35 57,
2 ~3 d HHIEFR

= BRI

AHF5E A AT 2549 DOX PTX 2 Gen &4k
B BB G AL BRARM , WAL RS Gen S miRNA-3178
7£ TNBC 40 it MDA-MB-231 b7 gt v 1978

SEEAEIRUNE - (1) #IARTT Gen 38711 MDA-MB-231
ST BURAE AR T, S50 0 S A [R) MR B2 B 28 DOX
(0.125.0.250,0.500 wmol/L) 4b ¥ 4H 24 PTX
(0.20.0.40.0. 80 pmol/L) kb 28 & H: 43 5 Bk &
Gen(2.5 pmol/L) ZbPRZH  /E I F MDA-MB-231 4
Jitd 48 h J& , 2R FH MTT 5 AG: I 41 it A KA 0 I E3 150 2
P 1Cs, o (2) 38 FHA M s BE T B 52 35 50 0iE Gen 38
Jin MDA-MB-231 4i i fby7 SO PE T, S8 56 o
FA A B4 Gen (2.5 pmol/L) &b B 4 DOX
(0.250 pmol/L) #bFZH  PTX (0.40 pwmol/L) &b ¥
2H .Gen(2.5 wmol/L) +DOX (0. 250 wmol/L) Zb¥E2H
K Gen(2.5 pwmol/L) +PTX (0. 40 pmol/L) AbFH 4 |
10 d J Az 0 40 M A v B TR R, (3) W
miRNA-3178 7£ TNBC #fi i MDA-MB-231 fbJ7 /%
PP B E . SR H /T 48 RNA (small interfering
RNA,siRNA) FHEHA ¥ miRNA-3178 /NTHE A B
W 4% Y« MDA-MB-231 40 i ( miRNA-3178 siRNA
), LI YL JC L siRNA 1) MDA-MB-231 40 i fE K
B X BB 2H | F real-time PCR B4 0 45 51, 4Kk
J& A B FHAS TR e FE /9 DOX  PTX AbFH miRNA-3178
SIRNA ZH 55 HBA P FE 2 40 B, A0 2 2 40 At X 4k
S YIRURIER 22 5%, (4) K2 Gen ,DOX Mz PTX
X MDA-MB-231 4 g # miRNA-3178 ik 5210,
SE S N AR AL BRZH DOX (0. 250 wmol/L) &b F £ |
PTX(0.40 pmol/L) AL FRZH I Gen (2.5 mmol/L) 4k
PHZH , ] real-time PCR 2 #2541 44 fifd o miRNA-
3178 Kb ER .

AMIFFE I 25 9 e B 34 R I A B 29005 1 254
ZMRBE

DU MTT 460 25 4 40 33 J5 MDA-MB-231 41 fifg
BRI 2 1C,,

# MDA-MB-231 20 LA AR FL 5x10° S fpF
96 fLHR , 557 24 h, 53 HIH25 DOX (0. 125 ,0. 250,
0. 500 pmol/L) ,PTX (0.20.0.40 0. 80 wmol/L) 5
A Gen (2.5 wmol/L) Ab ¥ MDA-MB-231 4iffd 48 h
Ji R MTT A A A K AB O, 85 siRNA T
PR B miRNA-3178 /NT3E A Bt 4% 4 MDA-
MB-231 4, F % H miRNA-3178 ik, LIFE 4L IC
X siRNA S [ #E X BE 41, 43 51 H DOX (0. 125,
0.250., 0.500 pmol/L ) B PTX ( 0.20, 0.40,
0. 80 wmol/L) #b¥H MDA-MB-231 40/ii 48 h, [al &£
MTT A A AR o, R4l 3 ASE AL, BALm
A5 g/L MTT 20 wl,37 CRECMEE 4 h J5 &k
F2, /IND IR R SR, AL 150 pl i DMSO, ikt
N B TERW R, PR AE 490 nm ALK F54-FL
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PR (D E) o 115320 M A= K 3 2R e 259
B 6 BE (1Cs, ) o A A KA R (%) =
[ 1-52564H D (490 nm) {E/XF 24 D (490 nm) {H ] x
100% 5 T 240 B A A 10 31 R B AR A (W] vk B 1 24
P55 %F I 1) A48 A A ) R R R A R DA
AT 2510 16,1

. A B [ TR B S 6 A I Ak 38 S MDA-MB-
231 4B 5 i P

¥ MDA-MB-231 41 fifl LA 5 fL 3 x10* N 4%F0 T
6 fLA , Rt sl 40 M o B39 50 Al a3 24 h )5
1725911, SEE AR EEZ] Gen (2.5 pmol/L)
Ab ¥ ZH . DOX (0.250 wmol/L) 4kt ¥ £, PTX
(0.40 wmol/L) AL # 4  Gen (2.5 wmol/L) +DOX
(0.250 pmol/L)ZbFEZH K Gen (2.5 pmol/L) +PTX
(0.40 wmol/L) ZbFZH | K 4 L & T35 724 rh 15 57
10 d J& , 382555500, FH PBS /INCRUE 2 Wk, in v s
R 15 min, 3525 8 W, NS 87 W57 4L AR
HEFT Y5 20 min, IR K IS VE LI O, B TR
R T, G 2 A A0 S O R 240 S O
FERERIEOL, SCIRER 3 IR, AIIEEREIE R (% )=
Y1 v R R/ B P AN B 100%

7N \MDA-MB-231 4l miRNA-3178 f9+4

P E A K 51 MDA-MB-231 4 i FH 6 /i 34 1k
I BUG TR T 6 FLANALRE SR, 1L 1x10° 4>,
FHTCHiAE Z ) DMEM 3558 565557 24 h J, 40 il il
A IR 50% Ao A I Lipofectamine 2000 #E47 %
Y 43 5 A miRNA-3178 4 il #I- Lipofectamine
2000 YRG5, F miRNA-3178 /N T3 v Btk i 5z e
MDA-MB-231 Ziififl ( miRNA-3178 siRNA 41 ) , LA%E e
TGS siRNA FOZVE R BAPEXT R TR ATCE T 37 C
Co, BrmFE T B 9% 48 h, MR Lipofectamine
2000 X 4 H ) EEEAE T, 55 4 6 h S5 # B DMEM 52
ISR B YL 48 h SR A AL AL, FH real-time
PCR A6 miRNA-3178 (R IE TGN, BEAFEGL3
3L, LA U6 AE NS #1 LATE D5 vE TR 4 i v
miRNA-3178 3£ ik &t ¢ H AW il 2. 1558 CT (cycle
threshold ) - ¥4 (K , #% B8 27°“" {f {154 miRNA-3178
siRNA 2 By Rk s, MHl F (%)= (1 - T4
miRNA-3178 ik &/ HEXT HE 4] miRNA-3178 ik
1) x100% .,

L .real-time PCR £;ill miRNA-3178 ik

WSCAE 25V FH T 00 45 2H 40 it , FH Trizol J5 54
U BfLE. RNA K RNA SO 528 ¢DNA, LA cDNA
S, F PCR 5] £ %} miRNA-3178 ) mRNA 7K
AT K M, miRNA-3178 51 %) )% %1, 1F [ 5'-

GGGGCGCGGCCGGATCG-3", Jz In] 5'-GCTGTCAACG
ATACGCTACGTAACG-3"; N2 U6 51 ¥ )% 51 1E IA)
5'-CTCGCTTCGGCAGCACA-3', JZ [ 5'-AACGCTTC
ACGAATTTGCGT-3", PCR Y ¥ 48 £ 4y . Wi 48 M
95 °C 20 s, 1 MEM;ZEPE 95 C 10 s,1B K 60 C
30 s, SEMH 75 °C 10 5,40 PMER, P H SRR LD
5 SR ERAE A7 A BT 25 R & [ ABT A R 2
JEHE PCR AL 7300 58 M, % LA T 7 kit 40 e vh
miRNA-3178 ikt 118 CT “FMH, #1827
18 miRNA-3178 MY & A H

VAR WA= )

N SPSS 20.0 4t it 8 {4 43 7 1 Graphpad
Prism 6 1E], SCIEHEA R 1 R, Bdis 268
xxs Fern 2 4 A4 A A AR K2 miRNA-3178
FAR M LLBCR T ¢ K 20 20 6] 40 i v B TR J %
Je miRNA-3178 33k &t (1) H R B R K 7 22 497
Mr, 2016 W5 HL 48R ) LSD 3%, LA P < 0.050 2%
SAEGIFE N,

& =R

— Gen 5 DOX #§ PTX B¢-4 0 JHXF MDA-MB-
231 A K A5 )

MTT %55 578, J1 0. 125 ,0. 250 ,0. 500 wmol/L
DOX 4b¥f MDA-MB-231 4ifif1 48 h & , 4 i A= K0 il
FOIN 16. 7% +0. 4% 25.9% +0. 1% % 44. 9% +
0.1% ,B6E 2.5 wmol/L Gen Ji 40 fifd A4 K #1115
SEBEIN, 52 91 h 29. 8% +0. 3% 45.3% +0.4% M
68.5% +0. 4% A i, ZRIFFRITHE L (1=
38.12.61.57.82.70, P ¥]<0.001) ., [F#E, Gen 5
PTX BXA R, I8 H AT UrIA 4 i) MDA-MB-231 4 ifd
WEEEVER . 0.20.0.40 0. 80 wmol/L #1245 PTX
REFR MDA-MB-231 410 48 h J& , 20 i A5 4 A il 5 43
WM 15.3% +0.3% . 27.9% +0.5% % 39.2% +
0.1% , A 2.5 wmol/L Gen J& 41 g A= K 4 i %
YRR, 43 W 32. 7% +0. 7% 48. 3% +0. 1%
2 63.3%+0.2% At A, 2 R W ZRITFE
X (t=34.41 .58.63.213.91,P ¥<0.001 ), M4h,
DOX Bl A I A0 Y 1C,, M 1. 230 wmol/L, B4
2.5 wmol/L Gen J& ,1C,, B4 0. 440 pwmol/L; PTX
H /R BT 40 8 /Y IC, M 0.64 wmol/L, Bk &
2.5 pmol/L Gen J5 ,IC,, A 0. 27 wmol/ L,

. .Gen 5 DOX = PTX ¢4 v Fi %} MDA-MB-
231 4 e BT B RE T (A5 )

o B T R SE 86 45 R R, R AL BE 4L, Gen
(2.5 pmol/L)Ab¥HZH . DOX (0. 250 pmol/L) AbFHZ |
PTX (0. 40 pmol/L) At ¥ 2] Gen (2.5 wmol/L) +
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DOX (0. 250 pmol/L) b2 K Gen (2.5 pmol/L) +
PTX(0.40 wmol/L) Zb¥EZH MDA-MB-231 4 il 1) 52
BETE L343 5 M 64.3% +4.2% 46.3% +3.3% .
36.7% +2.4% 27.3% +4.1% ,14.0% +2.9% F
10.0% £1. 6% ,6 A LLE, ZRAGITFE X (F=
80.81,P< 0.001), H:H' Gen(2.5 pmol/L) +DOX
(0.250 wmol/L) &k B 20 41 it 5 4 T A R 459 ik 35 A%
FH 24 Gen (2.5 pmol/L) Ab F 44 Fl ¥ 2§ DOX
(0.250 pmol/L) ZbFRZH (P #7<0.001) , 3 H Gen
(2.5 pmol/L) +PTX (0. 40 pwmol/L) &b 3 £H 2 Jfd v [
TERCRBI BT 525 Gen (2.5 wmol/1) b FHLH Al
B2l PTX(0. 40 wmol/L) 4bHH4H (P 1<0.001) (K 1),

= R4 miRNA-3178 Fik)5 , tb)r 25
XF MDA-MB-231 £ i A= 18 400 il s 55

RAP: %) B 2H (55 4 TJC L siRNA ) MDA-MB-231 4
i miRNA-3178 ik & 4 5.72 £0.59, 1M miRNA-
3178 siRNA %434 J5 MDA-MB-231 40 Jifd miRNA-3178
FihE B EFEE N 1.33£0.35,2 440 LEL, 25
At X (1=11.05,P = 0.004) , miRNA-3178
siRNA Xt miRNA-3178 B4R Ky 76. 1% +8.2% .,

MTT 52 55 45 5 W 7R, A A B DOX (0. 125,
0.250.,0. 500 wmol/L) X EF 4 X} A8 2 MDA-MB-231
R A A A A SR 53 51 16. 7% +0. 4% (25.9% +
0. 1% J 44.9% +0. 1% , %t miRNA-3178 siRNA 4]

S A A RV 2 3RS, I 4
12.3% +0. 6% .21. 2% +0. 9% % 27.2% +0.9% , 21
E A, Z R W ARITFEE L (1=8.99,7.33,
27.34,P=0.001.0.002.0.001) (& 2a), [AFE, AN
[F]H & PTX (0. 20 .0. 40 .0. 80 pmol/L) %} MDA-MB-
231 20 M A B A R 2 5 15.3% £0.3% |
27.9% +0.5% M 39.2% +0.1% , ifii ¥ miRNA-
3178siRNA £ MDA-MB-231 40 g 4= & f4 i/ F 15
SIS, A 2R 0 R 8.8% £0.5% (13.4% =
1. 1% [ 20. 2% 0. 9% , 6] L3, 22 38 A Se it
X (1=16.80.17. 57 30. 48,P<0.001) (& 2b) .

DU A7 25 9 B Gen X MDA-MB-231 40 fifg
miRNA-3178 ik & AU

I3 Gen(2.5 wmol/L) .DOX (0. 250 pmol/L)
K PTX(0.40 pmol/L) FZ5 A0 HEAH L 48 h J&5 | real-
time PCR 4 I % B . TG A 3 2H R oK Ak 345 2H 240 i
miRNA-3178 KLk M EZF A Gt FE X (F =
66.57,P<0.001), M DOX 4bBE4LFN PTX AbF
ZH AL miRNA-3178 K3k 435l 4 6. 00 £0. 49 FiI
6.33£0. 62, 5ARAHLH A LAY (5. 77+0.21) AH L,
ERY TG 2B L (P=0.611.0.235); A Gen
(2.5 pmol/L) A FHANA 48 h J5, A FE A real-time
PCR #5il & 3K, Gen ] 1 34 N0 il b miRNA-3178
ek E (11.1020.33) (P < 0.010, 3) .

H:Gen N=RFHE; DOX WL FZ A PTX LR
B 1 Gen F[3E3E DOX FI PTX #01] MDA-MB-231 4l 5e B T2 i i) ik
(0.40 pmol/L) 4bHEZ] DOX(0. 250 wmol/L) AbHZ Gen(2.5 umol/L) ZbFEZ] Gen(2.5 wmol/L) +DOX
(0. 250 wmol/L) AP FI Gen(2. 5 wmol/L) +PTX (0. 40 wmol/L) &b FHZH fit 41 it 50 I U1 10
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