2022 4F 12 H
a4 124

R %

Chinese Traditional Patent Medicine

December 2022
Vol. 44 No. 12

250-261.

[17] Kwak S, Lee SH, Han E J, et al. Serine/threonine kinase 31
promotes PDCD5-mediated apoptosis in p53-dependent human
colon cancer cells [ J]. J Cell Physiol, 2019, 234 (3):
2649-2658.

[18] Sheikh M S, Fornace A J. Role of p53 family members in
apoptosis[ J]. J Cell Physiol, 2000, 182(2). 171-181.

[19] Fan T J, Han L H, Cong RS, et al. Caspase family proteases
and apoptosis [ J]. Acta Biochim Biophys Sin ( Shanghai)
2005, 37(11). 719-727.

[20] Marks N, Berg M J, Guidotti A, et al. Activation of caspase-3
and apoptosis in cerebellar granule cells[ J]. J Neurosci Res,
1998, 52(3): 334-341.

[21] Wolenski F' S, Fisher C D, Sano T, et al. The NAE inhibitor

EEHEZE T EE miR-141-3p Rix

kR, = &, = M,
(1. #AE % = ARERKER,
3. MG = ARERHER K FERH,

THE,

mE. B WiEEREL

B Xt BB 41 . miR-141-3p mimics 41 (¥ 4% miR-141-3p mimics ) .
20 wmol/L FEH FE +miR-141-3p mimics 20 (4%Y% miR-141-3p mimics, JF
RT-qPCR Y46 45 21 15 J 41 M miR-141-3p mRNA ik, CCK-8 a5 A I 21 ity 14 5 2%

20 wmol/LERELH (20 wmol/L FEHELLHH) |
FH 20 pmol/L ZE#EFEALHY) |

=5 SN
#db 29X 4300005 2.

pevonedistat ( MLN4924 ) synergizes with TNF-a to activate
apoptosis|[ J]. Cell Death Discov, 2015, 1; 15034.

[22] Shu Z H, Shi X Z, Nie D Q, et al. Low-molecular-weight
fucoidan inhibits the viability and invasiveness and triggers
apoptosis in IL-1B-treated human rheumatoid arthritis fibroblast
synoviocytes[ J]. Inflammation, 2015, 38(5): 1777-1786.

[23] Takeda K, Kaisho T, Yoshida N, et al. Correction; Stat3
activation is responsible for IL-6-dependent T cell proliferation
through preventing apoptosis: generation and characterization of
T cell-specific Stat3-deficient mice[ J]. J Immunol, 2015, 194
(7): 4652-4660.

[24] Tan SW, Xu MY, KeBL, etal IL-6-driven FasL promotes
NF-kBp65/PUMA-mediated apoptosis in portal hypertensive
gastropathy[ J]. Cell Death Dis, 2019, 10(10); 748.

%31 & Caki-1 A patEE AT RIER

ME T, oAl &

Mg E = ARERSRE, #4 #KX 430000;

# Ak RN 430000)

PR miR-141-3p Rk X 9 Caki-1 MMIIGFA AP T2, ik AN Caki-1 40

mimics-NC 20 (%% Y% mimics BB XF B8 5 50 ) |

DL ASCAS: 00 200 M 4 T3, Weestern blot 32 A6 I 40 0 1= Bz 20 Jfd- o) S 4 R % 46 (EMIT) ARG E 85K E R (E-

cadherin) |

mimics 201 20 wmol/L 2 85 K AN MIIGTE AR AR (P<0.01), AWMHT R,
Vimentin 2 &AL (P<0.01);
miR-141-3p mimics 2404 R A (P<0.01), 4IJETHT R
Vimentin 2 FHEIAEME (P<0.01), it
AREIAT, FALHITAES EMT drai sk (A e,

WK, BIF Caki-1 4008 ; miR-141-3p; AUAENEE ; AT ; L7 - Bgn itk (EMT)
NERS.

EFE (P<0.01), N-cadherin,

(P<0.01), N-cadherin
K miR-141-3p UHIEIAE R0 B s 20 s o, Ak
KA
HESES: R285.5 MHEAFREED: B
doi; 10. 3969/j.issn.1001-1528. 2022. 12. 048

B 20 B 2 KR UL IR R 2 —, R R IE
TORE FIHER | BRI EER T T BN ANRIIBR TR,
TEB AN O 5 K T S AT IR A B R R
B, ANENEGRL/NTT RNA (miRNA) 72500 R 298
FEPFE AR Hh miR-141 2 miR-200 F W5 2 —,
M T Rz, VB —FEWin Y 5 R S 4
&, 252 MME50M, 2w, Me, 2Bk

FEEHEA. 2021-12-01
E&mAB. R EFERE (WX19D33)
fEEE N

reoik & (1970—),
*BEEE. X A& (1986—), F, Wit

2, BIEMEE, W57 IR, Tel.
B BRI, BF9E7 1 R 5 R0, Tel: (027) 89179982, E-mail; 279825428@ qq.com

N AVESHE T (N-cadherin) FlE ARSI PILEN (Vimentin) Rk, SR SX ALK, miR-141-3p

miR-141-3p mRNA 23K . E-cadherin & 3
520 pmol/L EWERME, 20 pmol/L ES v
miR-141-3p mRNA 253k | E-cadherin A FE LT E

L E T I miR-141- -3p mRNA £k, HE5EER

1001-1528(2022) 12-4023-07

RGN BWPRNZRHEY ZE# GRS DR —
MRARZMEEY), BAYIR . YUY 2

PERISS, AT R R s oy F IR AR AR, S0 A 3 1
AR I — R RO, LSRG . AT, ARG

SR S IR S R L R 4
R RS B, 35 2% T VAR B 2 miRNA 4101
RTANMLI G, AV T, 2855 S B 0 R

(027) 83743190, E-mail: Z83743190@ 163.com

4023



2022 4 12 H
Faak FH12M

R %

Chinese Traditional Patent Medicine

December 2022
Vol. 44 No. 12

PIARCE S I, ABFFTRTT 25 8 R R A I miR-141-
3p ik, Fom ARG S | T N b A -] S5 4
Ak (EMT) AHOGHE FIFRIR5E, DIWIHIRYT B SR kvl fig
BRI T S A
1w
NEHAIER Caki-1 (HEFBREE DGAEE) , 28

(4 ¥ 96.31%, %5 C1386, 3£ [ Sigma 2 A ),
McCoy’s 5A 7373, fad-1iE (555 16600-082, 10270-
106, % Gibco W) ; AR, PBS, Tween-20, RIPA
(5R) 22U B PRk 2 e v A o 3 I s 1R . CCK-8 3
Flé (459 T1350, P1010, T8220-100, R0010, CAI210,
LR ZEERFEARAF ) ; TRIzol IF (585 15596026,
[ Invitrogen 23 F] ) ; AnnexinV-FITC/PT 8 T2 K il i 7 &

5 556547, L[ BD 24 w]); #H 1 Marker (%%
P12103, 3E[E Bio-Helix A H]) ; PVDF $4# B f{b24 & Gt
# (4% %5 IPVHO00010, 3% E Millipore 2 & ); % i E-
cadherin FifA . %L N-cadherin LA . i Vimentin PLIE |
FPiR G (RN RAEYREARAR)
2 FiE
2.1 @A o ¥ Caki-1 Z0H & 10% FBS I
) McCoy's SA Bi558E, F 37 °C. 5% CO, M N R+,
IR 1 2 2~ 1 4 HEATAEAR, FE M3 X HRA ;. miR-141-
3p mimics 4, miR-141-3p mimics # Y 40fl; mimics-NC 2,
mimics-NC 5540l ; 20 wmol/L ZE K4, 44F 20 pmol/L
LWELLH 72 W' 20 wmol/L ZHE +miR-141-3p mimics
2, miR-141-3p mimics 5544 BT A BE 45 T 20 wmol/L 22
HEALH 72 W7
2.2 fmfeibdg BEYLET 24 h, K 5x10° ANATEETRET 2 mL
SEAERFREE, AT 6 FlATh, ZEAUAERLG A E] 90% B E
7564 . #4100 pmol miRNA | 5 wL Lipofectamine 2000 43+ 7l
FRET 250 pL Opti-MEM ', RS, MW ERARERGE
20 min, SREHEHIMABIRLG BE 90% AL, 7E 37 C |
5% CO, S NHEYe 4 h, TEHHEEEEREL, 1557 48 h,
2.3 RT-qPCR % # M %8 }& miR-141-3p mRNA & & Y4k
1x10° 40, A 1 mL TRIzol XK & T A1 AL b 57 3
20 s, PRESAANIEE RNA, B FE SR cDNA, DIifs
SR cDNA SHBEIHRGHAT PCR U3 . B4 28 95 °C TiAE 1
3 min; 95 CAEM:S5s, 56 CiBk 10s, 72 CIHEMH25 s, I
40 MBI, Horh U6 1 8 S HEAT R & RS AR I, H
2T AT SIS I 1,

x1 5¥F75

A FFH(5'—3")

miR-141-3p 1E [ GGGTAACACTGTCTGGT
Sl AACTGGTGTCGTGGAGTCGGC

U6 1E [ CTCGCTTCGGCAGCACA
JZ 5] AACGCTTCACGAATTTGCGT

2.4 CCK8 i:temlzmfoig s & MM B I8 Yy 3x10°/mL,
B 100 L 82F0T 96 fLARHT, 37 °C . 5% CO, $5FE4H 5 5%

4024

R, FEANMUNGRE 45 T HA 0 25 WV UG 4k i 3%, &Kk
HIfA 10 pL CCK8, 4kZ:4% 5% 4 h, BEBE G 46 AL T
450 nmAbRM A LAY OGEE (A) {H, DAUROG(E BE R 4
Musisg =, HHE 3 EAL,

2.5  Western blot # # | 48 . E-cadherin, N-cadherin.
Vimentin & @ &5 BRI, IAERTL M 1xPBS ¥
VIR, B 1x10° AN ANAEAN A £ B 1 T A0 1R T AT 1 5510 1Y
S4B 200 pL, FTAMME, W LEETEAEE, SDS-
PAGE HLIKJ5, ¥R % PVDF I I, 5% BEIE B W 4 C
AL %, I—9PC E-cadherin, N-cadherin, Vimentin (1 :
1 000) 1 GAPDH #if& (1:10000) ZIEMFHE 1 h, WK,
A HRP FRICHI =30 (1 : 10 000) ZEIRIEE 1 h, W,
ffi ] ECL b2 & ik B 4, 38T Tanon GIS A4 HUMH 5¢
S REEME, 5T HMEAMR KRR,

2.6 AmXmpAsmmind s R WERAEM, A
1x10° AN40HE, A 1 mL ¥4 PBS @k, 4 °C. 400xg &
L5 min, FF_EIE, KAIREST 200 pL PBS, A 10 pL
Annexin V-FITC #1 10 pL PI, 4 C#EEHEE 30 min, fIA
300 wI PBS, 7 Bl i i iSOG, i Fil Novo Express
WAFHEAT 0T

2.7 %itF o i SPSS 21. 0 M TR B, HER
B (xxs) T, Z40EHBCRHAPHRE T 208, P<
0.05 RnEREAGITEREL,

3 R

3.1 HFEHRER SXIHALNE, miR-141-3p mimics 4]
Yl Hfl miR-141-3p mRNA RikFHE (P<0.01); mimies-NC 4
Y miR-141-3p mRNA FiATH B4k (P>0.05), FH
Hegepga, WE 1,

5 -

ok

miR-141-3pF ik

. XA, P<0.01,
B 1 &AM miR-141-3p mRNA RiLLLE (xxs, n=3)

3.2 miR-141-3p iR A I An B T A %ok HXTIR
g, miR-141-3p mimics HANMIE AR (P<0.01),
T %TFE (P<0.01); mimics-NC ZH 21 i3858 2 M TR
HEH AL (P>0.05), WK 2~3,

3.3 miR-141-3p i R A T ML EMT AF & & R & #)
Hot S5XIRA R, miR-141-3p mimics 414} E-cadherin
FEHFEIETE (P<0.01), N-cadherin, Vimentin &[4 ik
F&f% (P<0.01); mimics-NC ZH 4 fifl E-cadherin, N-cadherin



2022 4 12 H
Faas F12

i

Chinese Traditional Patent Medicine

December 2022
Vol. 44 No. 12

2.0

S MR /%

o
[
1

o
o
1

W, x4, P<0.01,

I Vimentin 2 R IA¥ LI B (P>0.05), WA 4,

3.4 E£F 5 miR-141-3p mRNA R £ # %k 55X
Qﬂlﬁlﬁiﬁ( 20 pmol/L LR HM 20 pmol/L Z W E +miR-
141-3p mimics 2120 i miR-141-3p mRNA F£EW 5 (P<
0.01); 520 wmol/L KA LE, 20 pmol/L ZEHHK +
miR-141-3p mimics 2L miR-141-3p mRNA FiEFH (P<
0.01), WK s,

3.5 EHE AT miR-141-3p it Ak s o ¥g s Ao A T 0 vk
EXFRRAL L, 20 pmol/L ZEHE R A 20 pmol/L FHE R +
miR-141-3p mimics 4140 ffL IG5 R BEAL (P<0.01), JHT-%
FHE (P<0.01); 520 wmol/L ZEHEH LA, 20 umol/L

B2 FBAMMEEEELE (s, n=3) i
' % # % +miR-141-3p mimics 2140 il B 5T KRR (P<0.01),
10 Taz 22 10 1752 Q22
004% 129% 1003% 10 59%
= 10° ' =10° 1
= ~
10% 1 103 1
Q23 az-4 Q23 .
o 157845 1.03% , |s27% 6.41%
oM 100 100 100 10° 1066 101 100 100 100 10° 1066
FITC-H FITC-H
payiseich miR-141-3p mimicsZ
10 @21 Q22 25+
J0.01% 1.29%
‘ 20- % %k
2
it M 154
= 104 @
= x
2 10-
L g
IR B 5+
Qz-3 Qz-4
jofo768% | 102w 0d
08 100 100 10° 108 1066 B ‘ B
FITC-H a® &\“‘\é & ©
R &
mimics-NCZH &&,
e SRR R, T P<0. 01,
B3 BAMEBT R (x5, n=3)
T 2T E (P<0.01), WK 6~7, FEFZRFE ) I H A miRNA 75 iR 41 ik

3.6 E£%F miR-141-3p i £ A an e EMT 47 2 & 9 & ik
W %eh XTI LR, 20 pmol/L R LA 20 wmol/L
W E +miR-141-3p mimics ZH40fifl E-cadherin 25 [ 25 TH 5
(P<0.01), Vimentin 2 F £ XHBEM (P<
0.01); 520 pmol/L ZEH KA LE, 20 pmol/L L E+
miR-141-3p mimics 21 4l il E-cadherin 8 [ R BT+ (P<
0.01), N-cadherin. Vimentin 25 [ 2 EL (P<0.01),
LK 8,

4 itig

P 35 T A P 98 R 41 205 0 55 A BUh AF TE 22 B miRNA

N-cadherin |

WK, Nakada %1 % B0AE B 25 W 40 A 98 ik 3 41 4L
miR-141 WK B T, miR-141-3p i 5K R4 E A 45
B 5 2R A0 A A R, LT R R
Wl, 198 miR-141-3p RIKAEANH] FOXA2 ik, fRHF G E P
YR R 2R KNI BIE L; miR-141-3p 7] 2 51
P ATFS D520 J5e st 4n e g s An | o=, S8 4k, ELF3
BERZI T T P8 miR-141-3p FRIKFALH ZEB1 Fik, #REHTF
TR RRZRRE T, S I A0 58 AR L B 8] IR 4% Ak Y
WA AR REN], 1 miR-141-3p Fakal ]
SRR, AT, EMT 298 F R gIIE S B
4025



2022 4E 12 H Hopk 7 December 2022
a4 12 Chinese Traditional Patent Medicine Vol. 44 No. 12
E-cadherin M - -
a
b
N-cadherin - - - QE
vimenin QD S G
o
X4 miR-141-3p mimics-NCZA
mimicsZ
=
o a
S 2
9 o
£ E]
2 i
= >
. SRR, ™ P<0.01,
B4 £KHZHRE E-cadherin, N-cadherin 1 Vimentin & 8 RiALLE (xxs, n=3)
15 - 2.09
X o
% 10 4 M TS
z §Lm "
£ 2
",QT 54 § 0.54
=
T 0.0 e .
0 - x
& & A Pl
# i % S
AP & B
\'%'QN\Q ,\0\\ §V%Q\
‘@\:’Q\ '\9Q\\ S
XX NP
A '1%&,\ 0\3“
&

TE: SXERAL A, P<0.01; 5 20 wmol/L ¥ R4 LK,
# P<0.01,
5 EHEXMA miR-141-3p mRNA RKix

+5, n=3)

I (x

AR A ML, JF RIBT SRR AT . 1RZERE ST, X R 4
MR TR 2 B E L FE ™ | E-cadherin, N-cadherin Fl
Vimentin & EMT #% & % 4, E-cadherin 3 ik [# I, N-
cadherin, Vimentin F35 T4 55 ) 3R A0 248 S A2 5866 )
R 2 ARRFSRAEI R, miR-141-3p Fik LRES, BFE
AN E-cadherin 25 4 3k 74, N-cadherin, Vimentin 5
HEE T, U miR-141-3p @1 W% EMT b £S5
AT BESE MR B i 20 M AR RS PR 28 HE T

LR BRI B . B 0 FL I S R
4026

W S L#, ™ P<0.01; 15 20 wmol/L K4 [L#K,
# P<0.01,
El6 ZEEEHEX miR-141-3p T RIXMAIEE R (X

s, n=3)

RAFR R, ORI A5 R, R H e
B Hela 1M FH , TR IFBULH miRNA ik, Pt
O R, REERAE LI miR-133a ik, IFHZPMF
YR &I e 4T A AR 28 . miR-141 J& miR-200 ZEH5E L
51, miR-200 % i) 36 15 55 R {2 28 6 B R 4 AR T
RUFIE KB, 5% 4 &, 20 wmol/L 2 # K 41
20 pmol/L LWE+ miR-141-3p mimics H 41 i miR- 141-3p
mRNA ik THR, A AR IR, TR T, Hob E-
cadherin 25 4 # 15 T+ &1, N-cadherin, Vimentin 5 [ ik
FEAG, DL &5 RRM, FW KR LIH miR-141-3p ik,



2022 412 A HoRk December 2022

EAL . E 12 Chinese Traditional Patent Medicine Vol. 44 No. 12
10°4 1054
az-1 Q22 Qz-1 Qz-2
J003% 202% {093% 27.21%
Z 10 £ o100 o
& - =
10° 10° 4
; Q2-4 Q23 - Q2-4
97.07% 0.89% 67.33% 4.53%
102 v v , . . 1023 - . . >
ot 102 10 10° 108 106 ot 102 108 100 10° 106
FITC-H FITC-H
xof e 26 20 umol/LEH KA
5.4
10 Taza az2
{0.93% 38.06%
S
i
T 0] =
A =
=3
10° 7 A
Q2-3 A Q2-4
52.38% 8.63%
1023 r
o 100 100 10 10° 1066
FITC-H

20 umol/L3E # K 4 +miR-141-3p mimics

. SXFMBA R, ™ P<0.01; 5 20 wmol/L 228 ZE 4 [Lir, * P<0. 01,
7 ZEEEX miR-141-3p T REMMBTHIHN (X+s, n=3)

E-cadherin  we—G_ -

0.8 ##
E 23
N-cadherin WG S S— g 0.6 .
]
E 0.4
£ o
. . 5
Vimentin W SR — g 02
=
0.0
1 ——— - #* o
L BTG
N QY 6‘\6\
¥ R
b&. ‘& b&. rLQ f]p ‘\b(
6\°\\\) «\"\\\/ -
N qp\\u\’ﬂ’?
&
0.8 R 0.8
jas]
Z 06 - e % 0.6 = s
< = S
g 04 E 0.4
.g g
S 02 £ 02
g =
Z 0.0 0.0
B 2, »
R | P
\ Wl > Ve
((\0\\ 0\\’b A 6\0\\ Nt
OV ® Sy ¥ g K0
- s

TE: SR, P<0.01; 5 20 wmol/L 28 E U EE,* P<0. 01,
8 & ZHYMHE E-cadherin, N-cadherin #1 Vimentin A RIA LB (xxs, n=3)
4027



2022 4F 12 H

%44

F12

R %

Chinese Traditional Patent Medicine

December 2022
Vol. 44 No. 12

SR I e
eI

ab
He

T A0 5E, F 5 miR-141-3p B A
W EMT ARG 8 H R 05, 5 i 40 M A9 3T 78 iR 2%

L BT, HERES S miR-141-3p hEVE, W)
BN s, e SE AR T, AR ANLEI AT RE S A
E-cadherin 25 [1#35, 1] N-cadherin Fl1 Vimentin K 4335

*ﬁj&o

S 3.

(1]

[2]

[5]

(6]

[10]

[13]

[14]

4028

Scelo G, Larose T L. Epidemiology and risk factors for kidney
cancer J]. J Clin Oncol, 2018, 36(36) . JCO2018791905.
Psutka S P, Master V A. Role of metastasis-directed treatment in
kidney cancer[ J]. Cancer, 2018, 124(18) . 3641-3655.

Rowe S P, Gorin M A, Solnes J B, et al. Correlation of *™ Te-
sestamibi uptake in renal masses with mitochondrial content and
multi-drug resistance pump expression [ J ]. EJNMMI Res,
2017, 7(1): 80

Catto ] W F, Alcaraz A, Bjartell A S, et al. MicroRNA in
prostate, bladder, and kidney cancer: A systematic review[ J].
Eur Urol, 2011, 59(5): 671-681.

T, &M, ZEmBE miR-141 MBTSEBERE ]
W, 2015, 21(14) ; 2533-2535.

Jung M, Mollenkopf H J, Grimm C,

[ 57 25

a*i

et al. MicroRNA profiling
of clear cell renal cell cancer identifies a robust signature to
define renal malignancy[ J]. J Cell Mol Med, 2009, 13(9B) .
3918-3928.

Miiller S, Nowak K. Exploring the miRNA-mRNA regulatory
network in clear cell renal cell carcinomas by next-generation
2014,

sequencing expression profiles [ J ]. Biomed Res Int,

2014 948408.

gk W, RO, BR OB, AR ZE R PPAR-y 2R
PN T [J]. BRI IR AR, 2013, 18
(1): 13-18.

Zhang W, Bai W, Zhang W. MiR-21 suppresses the anticancer
activities of curcumin by targeting PTEN gene in human non-
small cell lung cancer A549 cells[ J]. Clin Transl Oncol, 2013,
16(8): 708-713.
Saini S, Arora S, Majid S,
microRNA-203-mediated regulation of the Src-Akt axis in
bladder cancer[ J]. Cancer Prev Res ( Phila), 2011, 4(10)
1698-1709.

Block K T,

et al. Curcumin modulates

Gyllenhaai C, Lowe L, et al. Designing a broad-

spectrum approach for prevention and

treatment| J | . Semin Cancer Biol, 2015, 35. S276-S304.

integrative cancer

2= W, R Bk, T 2 EN A ACHN 4y
HHER SRS ()], AW IR SN B 427, 2010, 15
(4) . 259-262.

kbR, £ M Z BRI 786-0 4 i 1 m HAE
[J]. TiFEEER2ER A, 2016, 28(1); 4-5; 23.
Ali BH, Al-Salam S, Al Suleimani Y,

et al. Curcumin

ameliorates kidney function and oxidative stress in experimental

[15]

[16]

[24]

[25]

[26]

[27]

chronic kidney disease [ J ].
2018, 122(1). 65-73.
Konduri S D, Bangaru M L, Do P,

Basic Clin Pharmacol Toxicol ,

et al. In wviro growth
suppression of renal carcinoma cells by curcumin[ J]. J Patient
Cent Res Rev, 2015, 2. 156-164.

Nakada C, Matsuura K, Tsukamoto Y,

et al. Genome-wide

microRNA  expression profiling in renal cell carcinoma:
significant down-regulation of miR-141 and miR-200c [ J].
J Pathol, 2008, 216(4) . 418-427.

LiJ H, Zhang Z, Du M Z, et al. microRNA-141-3p fosters the

growth, invasion, and tumorigenesis of cervical cancer cells by

targeting FOXA2 [ J]. Arch Biochem Biophys, 2018, 657
23-30.
FA . microRNA-141-3p T84 ATFS PR X it 50 98 448 Jifd 384

BT D). T8 . TR, 2018,
H . ELF3 i1 845 miR-141-3p B35 K $5 ZEBI i

SR A M b B R AR R R (D). AT WL K
2%, 2018.

Rl VPATRL, SERLTE, 4% TL-8 T AKT i B4 ot 15
EMT WBLEIBFFE [ ], 04 m BARIE IR AN R, 2014, 14(1) .
13-16.

FEZW, BRPE, F2E
Jiirgg v ) BIE ST HE [T ]
(34) . 3672-3678.

FuH B, Wang C M, Yang D J,

EMT F)15 53 i & microRNA 7£
it F e A ik 24 &, 2010, 18

et al. Curcumin regulates
proliferation, autophagy, and apoptosis in gastric cancer cells by
affecting PI3K and P53 signaling[ J]. J Cell Physiol, 2018, 233
(6): 4634-4642.

Zheng B Z, Liu T D, Chen G, et al. The effect of curcumin on
cell adhesion of human esophageal cancer cell[ J]. Eur Rev Med
, 2018, 22(2): 551-560.

Wang R, Li ] B, Zhao Y L, et al. Investigating the therapeutic

Pharmacol Sci

potential and mechanism of curcumin in breast cancer based on

RNA sequencing and bioinformatics analysis[ J]. Breast Cancer,

2018, 25(2): 206-212.

WP A, BB, RiBW, . Z R Hela 41115
TR K miRNA FkiE R (1], P E O G, 2015, 30

(26)~ 4554-4558.

Bh, i, I, LEFEPTY miR-133a ZIKTHE
éEﬂﬁﬂ TRMRZRAGZ IR T]. A NELZe, 2019, 27
(8): 477-484.

Guo L, Chen C, Shi M, et al. Stat3-coordinated Lin-28-let-7-
HMGA2 and miR-200-ZEB1 circuits initiate and maintain
oncostatin - M-driven epithelial-mesenchymal transition [ J ].
Oncogene, 2013, 32(45) . 5272-5282.

Feng B, Wang R, Chen L B. Review of miR-200b and cancer
chemosensitivity [ J |. Biomed Pharmacother, 2012, 66 (6) :
397-402.

Liu Y Q, Sanchez-Till6 E, Lu X Q, et al. Sequential inductions
of the ZEB1 transcription factor caused by mutation of Rb and
then Ras

progression[ J |. J Biol Chem, 2013, 288(16) .

initiation and

11572-11580.

proteins are required for tumor



