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A BRI A NFE SR SCHE S 11 D1l s eIy 3
DT/ 1 e B actu i Y s BRI 4 L BB L 3B A8
F= R HLERI 52

AR AR B
Ml AT RS ER, G R ELAA—R R, Td & 473000
KA B H AR H (192102310326)

HE:. BH WA RIMERS A 5N SAESE H DL(FOXD ) 1L B B BE AL 3 3/4E 1 0% B (PI3K/AKT ) 3 #% i
PP R 2 A T TR AR B IALRIN ST . A3k BFSE T 2018 4F 12 H 2 20194F 12 H #k47 , i 1A 4h % 5% PANC-1 40 i , 28
T AR E (0 mg/L 100 mg/L 200 mg/L 400 mg/L) (A KM Z (SST) AL FLAA A , 10 g A IR 21, Fo 0 mg/L 1400 mg/
LR RAMZEAE g %) BEZH (Control) FAE RN ZE 41 (SST) 5 45 38 F AR (peDNA ) Flid F63K FOXD1(FOXD1) ¥4 4 &5 PANC-1 41
M, 2853 400 mg/L {19 A K 0 2 K 20 mol/L 1) PT3K #1 i] 1) 1.Y294002 4b B 41 itg , 32 by SST+pcDNA 41 , SST+FOXD1 £ il SST+
FOXD1+LY294002 £H . 1Y FF 35133 S male s {000 12 1 52 7 L €2 398 (V') A 00 448 L 189 8 5 Transweel L 16 0 210 B XF % {28 5 2 11 5 B3
% (Western blotting ) #6113 5 40 Mg A% Bt St (PCNA) (5: 57 42 )& 45 11 i -2 (MMP-2) 51 3 J8 25 1 -9 (MMP-9) \FOXD1 il PI3K/
AKT M S8 B 638 5 S8 6 o 00 5 51 R A BBE 2 B (qRT-PCR) A FOXD1 mRNA fU561k. &8 5 Control 1AL,
SSTZH AT LA FOXD1 mRNA (0.47+0.03) J £ 126 3% (0.42+0.04) (358 (0.520.05) . 1EH% (66.8+7.2) FlfR 22 (63.7+6.5) g /1,
T i# p-PI3K (0.43+0.04) . p-AKT (0.39+0.03) 2 4 $% iX ; 55 SST+pcDNA 414 H , SST+FOXD1 20 7] DL LA ] FOXD1 mRNA
(0.67+0.05) & 3K 113235 (0.64+0.06) 14 (0.71+0.07) \iT 5% (86.9+8.5) Fil{2 72 (81.5+7.3) it 1, L p-PI3K(0.62+0.05) . p-AKT
(0.65£0.06) % 13k . 5 SST+FOXD1 ZH #H X, , SST+FOXD1+LY294002 2H 7] LA 4l FOXD1 mRNA (0.37+0.04) % & |13 ik
(0.35+0.03) 1451 (0.53+0.05) GEF (67.2+6.5) FIfRZE(62.5+5.2) . 5 AL ZE P45 FOXD 1235 30 ] e A g 200 i 134
B ERS AR ZE , HAEHIWLE AT AES5 90 ) PISK/AKT 38 A 5%

KW ARKME; RN, AFESERETCLAES I DI(FOXD) 5 B e B AILEE 3 WG/ A B 38 % (PI3K/AKT
i %)

Study on the mechanism of somatostatin combined with human transcription factor forkhead
box protein D1 in regulating the proliferation, migration and invasion of pancreatic cancer
cells through the phosphatidylinositol 3-kinase/protein kinase B pathway
WANG Shufen’,NI Meng",XUE Meng"

Author Affiliation:Department of Western Medicine,"Department of Gastroenterology , Nanyang Central Hospital,
Nanyang, Henan 473000, China

Abstract: Objective To investigate the mechanism of somatostatin combined with human transcription factor forkhead box protein
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D1 (FOXDI) regulating the proliferation, migration and invasion of pancreatic cancer cells through the phosphatidylinositol 3-kinase/
protein kinase B (PI3K/AKT) pathway. Methods The experiment was conducted from December 2018 to December 2019, PANC-1
cells were cultured in vitro, and treated with somatostatin (SST) at different concentrations (0 mg/L, 100 mg/L, 200 mg/L, 400 mg/L.), and
the cells were recorded as somatostatin dose groups, among them, 0 mg/L. and 400 mg/L. somatostatin were used as the control group
(Control) and somatostatin group (SST); the transfection of overexpression vector (pcDNA) and overexpression FOXD1 (FOXD1) into
PANC-1 cells, and the cells were treated with 400 mg/L. somatostatin and 20 mol/L. PI3K inhibitor LY294002, denoted as SST+pcDNA
group, SST+FOXD1 group, and SST+FOXD1+LY294002 group. Colorimetric method of microenzyme reaction of tetramethylazazole salt
(MTT) detected cell proliferation; Transwell detected cell migration and invasion; Western blot detected the expression of proliferating
cell nuclear antigen (PCNA), matrix metalloproteinase-2 (MMP-2), matrix metalloproteinase (MMP-9), FOXD1 and PI3K/AKT related
protein; real-time fluorescence quantitative reverse transcription polymerase chain reaction (qRT-PCR) detected the expression of
FOXD1 mRNA.Results Compared with the Control group, the SST group could inhibit FOXD1 mRNA (0.47+0.03) and protein (0.42+
0.04)expression, proliferation (0.52+0.05), migration (66.8+7.2) and invasion (63.7+6.5), and down-regulate the expression of p-PI3K
(0.43+0.04) and p-AKT (0.39+0.03) protein; compared with the SST+pcDNA group, the SST+FOXD1 group could promote and suppress
FOXD1 mRNA (0.67+0.05) and protein (0.64+0.06) expression, proliferation (0.71+0.07), migration (86.9+8.5) and invasion (81.5+7.3),
up-regulation of p-PI3K (0.62+0.05), p-AKT (0.65+0.06) protein expression. Compared with the SST+FOXD1 group, the SST+FOXD 1+
L.Y294002 group could inhibit FOXD1 mRNA (0.37+0.04) and protein (0.35+0.03) expression, proliferation (0.53+0.05), migration

(67.2+6.5) and invasion (62.5+5.2). Conclusion Somatostatin inhibits the proliferation, migration and invasion of pancreatic cancer

cells by regulating the expression of FOXD1, and its mechanism may be related to the inhibition of the PI3K/AKT pathway.

Key words: Somatostatin; Pancreatic neoplasms; FOXD1;

i g A R TR AR T B L A Bl 7R TR TR
PRI N A 595 2 B T 2R e M e v 2 Sl HE 28
1O AES 6 o7, 1M I I B s N R i2 % A, K
ZHURNTEFIZI C 2R, © 24850 R BTG
Jrat A, B R UG AEAERAUHR 2%~9% "
KIMMFE R —Fh 2RISR 7EM . B WA AR 4 2
S T A PR A RBP4
Ja o AR g R Won AR KR B A
Vb 400 ) PR 40 P %) 14 5 RS RN b R (] T
o NSk XL HEER 1 D1(FOXD1) 7E 2 i
it HP SRR R, A FOXD 1 7 R R 41 4URN 40 i rp
5 L UE EEE ROXD AT LB S5 400 il ik i g 440 e fr 34
B TR AR 2ES . PI3K/AKT 8 B -5 e i v k4%
EEEMVER e s RaE e AR S
BN, BRI B 7 25 4 (DPC4 ) B DR o 30 61
JI Tt AL 3 384 /2 11 K B/ % 25 40 2K 1 (PI3K/
AKT/mTOR ) 38 4% 400 i 1 Bt &4t iy 34 5 4R 28 0 1
Bl R AT o 0RO T A K IR e A5 38 i B A
FOXD1 4% PI3K/AKT 3 [ 2 175 g g 41 it b (4 T
S8 AN, B, AR BFSE T 2018 4F 12 H %2019 4F
12 Hii S e AE K IR EA FOXD1 3 i) PI3K/AKT
T S R 4 B e A0 S B RS IR S, S IR R 1Y
WFFS SR A BB 4%

1 #R57*®

1.1 AR5 EZAF A PANC-1 3K T
2% E ATCCHFFE G 5 i 4 LY (10025632C) 3K F
FEER WY  DMEM 15 373 (PAC0036) 14 3K F 27
AR Y F] S A KM R SE T4 FI4E

PI3K/AKT pathway

258w, 35 H20066708, 1t ¥k 20180530, HE
¥ : 3 mg; Lipofectamine™2000 #% 4 i #| &
(10523005 ) 143 F 5 [ Thermo Fisher /A ) ; pcDNA |
FOXD1 F1 5| Hy W) 3K T 1 i 75 ¥4 w5 PI3K 411 il 51
LY294002 (HY-10123) 14 3£ F 3¢ [ Med Chem Ex-
press 2y 7] s MTT 357 &5 (P0102S) W4 3K T3 = KA W)
N ) s Transwell Z/NZE (258730236120) Matrigel H TR
JiE (334002) W 3K 52 [5] BD 2 ) 5 34 58 41 it 2% 40 )
(PCNA)HLAA (ab12165) 55 )57 4 & &5 11 g -2 (MMP-
2) ik (ab204523) | HE J57 43 J& 4 11 -2 (MMP-9) it
A& (ab140352) \FOXD1 Hi{A (ab128311) . 5 ik 1k W
JE WILEE 3 34 (p-PI3K) HLiA (ab31075) (B2 1k 25 1
R B (p-AKT) HL 1A (ab8201) B JIE Bt WL 3 5% it
(PI3K) 47T #& (ab120245) | % 1 ¥4 B B (AKT) $T 4
(ab32451) FIH 1 i -3- ks 12 )i =0 % (GAPDH) 4T 4K
(ab7221) WG 3E T W4 [ 3% Abcam 23 7] 3 BAR 3 A4k
YIEEFRIC R REEREE G (IgG) (ym-a0137G-HRP) Iy
SEF b i E A AR 20 ] 5 Trizol IR £ (9078) L 0i %%
%3 57 & (RR024A) . SYBR Green Premix i 5] &5
(RB732A) WL T RiEF A THRARAF .

1.2 ZAAiEFRFS A AVE A PANC-1 R H &
H 10% fa4- 175 B9 DMEM 35 92 39, B T 5% &
B (37 CEAE TR IR IR B R A8 N AT & 15 55
23 d AT AR IR . EAKRE RPN
PANC-1 4t 42 24 FLAHRI AR N (5x10*~/4L) , >R H
A KA ZE W E R 0 mg/L, 100 mg/L, 200 mg/L . 400
mg/L AL FRAH L, 10 R 25 AE K IR A R A, Horh A
KAMZE A JE 0 mg/L 1400 mg/L, it} Control £H il
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SST 21 ; 2 Lipofectamine2000 52 4 if & i+ 1.6 qRT-PCR#& I FOXD1 mRNA B Rz 4

4 pcDNA Fl FOXD1 %% 4% 22 PANC-1 4fi Jf1 , £33 400
mg/L Y A K 4 K K 20 mol/L 4 PI3K #1 l 7
1.Y294002 &b B 4 g , ic 2~ SST+pcDNA 41 | SST+
FOXD1 £ F1 SST+FOXD1+LY294002 4 .,
1.3 MTTH#NMMmigEE WEAKRESRGH
PANC-1 41l g 37 22 96 FLAR 1 (2x10°4~/4L) , ZE1E T
R SR Aa W 2 45 9% 48 h e, TR REFLINA 20 WL i MTT
VWL, AR SR SRR 4 h, & B, RS2 A 150
pL ) — H EE WA (DMSO) , 52 52 5 TR 21, 7 B b
%490 nm A5 I 21 {1 0' %25 FE COD)AE, JF 35241
il e 2 (1C50) 18
1.4 Transwell &N AR FNEZE QLA L
5 B A KOS B PANC-1 40 L8 A &5 iR 2F
ML B IR LN TR 24 h, LR TR G T EE 2 10°
12Tt AE Transwell 1 ZE 1A 200 wL 20 g B0,
TEMNNA 500 WL 7 i 4 i385 15 97 T4k 2L 35 5% 24
ho FHARZEAEE JS A T B O 20 B, >R 1T 49 FP R [
E 15 min J7 , 45 B YL (4, 30 min {8 B 7 68 W0
KT AMBEH .

Y ff AR 72 525 - B Matrigel 3 5T JBE 76 A 75 ML
B IR LA M BE LL A O 123, 200 L i B Y
Matrigel 3 JiT i i A T Transwell %P9, X5 h, 5
1.5 ZEARENTEHK N PCNA,MMP-2, MMP-9,
FOXD1 #1 PBK/AKT EHMFRIE WHELKKS
K 4F A9 PANC-1 0 8 , ¥ 18 BCA 3057 & %2 2 vk
B A 45 pg BFEE 45T 12% SDS-PAGE 4b 3
A Z PVDF I, SR )G 7E 5% i fR 28 W5 34 P 85 357 2
h, T A PCNA (1:500) \MMP-2(1:500) ,MMP-9(1:
500) ,FOXD1 (1:500) . p-PI3K (1:500) . p-AKT (1:
500) . PI3K (1:800) . AKT (1: 800) Al GAPDH (1: 1
000) LA, 4 CRERITFR , K H A 1 S AL W il
PRid e, B T 3% 2 h, A ECLIA I i 52 | i
Jto 2K H Quantity One 3K {4141 #5 21 2 11 454 19 K
JEMH, 485 L GAPDH Sy N S IRk .

2% 20 PANC-1 41l Jifd >R FH Trizol 12t 71 $2 B 41 i i 4
RNA, S A8 0O BETHAS I v B RN, e Rt e
SR U0 B B B RNA 005 5 4 i cDNA , SR )5
K SYBR Green Premix i 7l & v B 5 47 PCR ¥~
W, i@ A 27 ¥k 3 B FOXD1 mRNA ) 3% 55 .
FOXDI1 1 [f] 519 5'-AAGAACCCGCTGGTGAAG-3',
a5 181 5'-GTCCAGTAGTTGCCCTTGC-3" ; GAPDH
E 519 5'-ACAACTTTGGTATCGTGGAAGG-3', L
5|4 5'-GCC ATCACGCCACAGTTTC-3'

1.7 SitZFEAE R SPSS 20.0 43 # ab #ESE
BRI R ERR I x £ s Kow, PIZ ] AR ¢
K6 56y, 22 4[] LU 38R FH B DR 3R 7 25 43 #r , 20L 6) 95 7
Fo 8K FH LSD-t J7 ¥k o P<0.05 #8223 H Gi it 2
2 #£B

21 ARIRENERKMERREMRILE TR
MEZEMEM  FHE A (0 mg/L. 100 mg/L.
200 mg/L, 400 mg/L) [ A= 4 1 28 Ab B J % 9 40 i
J& AR R Bl AN R B AR R A0, 20
M ODfH iF RS 4H MU B H (R Z2 A I % B . PCNA |
MMP-2 , MMP-9 25 [ 3 iA % #7 K (P<0.05) . Hir
AR AN Z R 400 me/L 3k B HOm il (1C50) , R
5400 mg/L (I AE K MR FAT R L LT . WK
1,%1,

5 6 7 8
; D e ——
; D D e —
2 D D e =

|- - - e

T 21— H Il -3- W R A S8 (GAPDH) 5 2— 3 i 43 J 2K 14 1§69
(MMP-9) 5 3—3 5 42 i 25 (1 i -2 (MMP-2) 54— 5 4 A% 40 I (PC-
NA) 35— KA ZE (SST)0 mg/L; 6—SST 100 mg/L; 7—SST 200 mg/L;
8—SST 400 mg/L.

3 SN S I R T BR R AN i o R BLSON

R AT 2 A A ZOX IR e A M 0 5 TE R AR 2R B /x +

SST e i I WEL OD (490 nm) TR AN H A RZRAEE E A PCNA MMP-2 MMP-9

0 mg/L 9 1.19+0.09 132.72+12.28 125.56+10.37 1.0320.08 1.02+0.08 0.99+0.07
100 mg/L 9 0.93+0.07" 115.78+11.70" 106.1129.52" 0.84+0.07" 0.81+0.07" 0.79+0.06"
200 mg/L 9 0.71£0.06" 89.32+8.47" 83.51£7.78" 0.70+0.06" 0.68+0.06" 0.64+0.05"
400 mg/L 9 0.48+0.05" 63.42+6.717 60.23+5.26" 0.49+0.05" 0.45+0.04" 0.42+0.047
il 173.70 82.23 100.28 107.38 124.36 165.52
PAH <0.001 <0.001 <0.001 <0.001 <0.001 <0.001

TE:SSTORAERKANE, OD L, PCNA NS ARSI, MMP g 22 I 2 45 H il

D50 mg/L A EE , P<0.05,
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2%

2.2 A AKINE TR AR E 4 M FOXD1 MR IEH &
M BEHE 400 me/L AR K IDZE AL FRAN AL, 3 5 qRT-
PCR Fll Western blotting 45 5 &7 , 5 Control ZLAH L ,
SST 41 () FOXD1 mRNA Fl 85 [ & 35 B 2 B AIK (P<
0.05) ; 5 SST+pcDNA #1 #H [t , SST+FOXD1 £ 1
FOXD1 mRNA Fl it [ 215 W1 & 3 hn (P<0.05) . I
K2,%2,

3 4 5 6

2 D e —

B
21— i -3 AR U (GAPDH) 5 2— % St K XSk e 2
[ D1(FOXDI1) 5 3—XF B4 ; 4—A K MK (SST) U1 ; S—peDNA #5 e
2H (SST+pcDNA) ; 6—FOXD1 # YL 4H (SST+FOXD1)
B2 254 P A0H FOXD1 & H 3Rk

R2ERIMEN AR AN FOXD1 FRIKAYFE/x + 5

21 541 HHEXE  FOXDImRNA  FOXDIZEF]
Control 9 1.02+0.06 0.99+0.07
SST 9 0.47+0.03" 0.42+0.04"
SST+pcDNA 9 0.49+0.04 0.39+0.03
SST+FOXD1 9 0.67+0.05% 0.64+0.06%
F{Y 271.64 250.69
Py <0.001 <0.001

14 : Control Jy T M4, SST £ K AMFE UL, SST+peDNA 2 peDNA
B Qe2H  SST+FOXDI1 i FOXD1 544420 ,FOXD1 Ay s R 7 SR HE AR
F1 DI,

D Control AL, P<0.05, @15 SST+pcDNA 414 Ft , P<0.05

2.3 £RKIMEBEA FOXDI X5 IR & 4 A8 3 . 1F
BIMEZWNEI 5 Control A4 4H ., SST 4H /Y OD
B EAEEH RBAMECH . PCNA \MMP-2,
MMP-9 4 1 2235 ] i IR (P<0.05) 5 55 SST+peDNA
ZHAH L, SST+FOXD1 4119 OD{E GERE A AL B 7
% H . PCNA . MMP-2 . MMP-9 7& [ % ik 1] i3
Fhm (P<0.05) . UL 3,323,

24 HERKINEBKSE FOXDI1FiE PI3K/AKT 5 S8
BHIFRKIE 5 Control 14H Lt , SST 41 % p-PI3K . p-

T« 1—H e -3- W I S0 (GAPDH) 5 2— 3 it 42 ) 2 11 fg-9
(MMP-9) 53— i 4 Ja 2 (1 fiff -2 (MMP-2) 5 4— 385l AN A% B Ji (PC-
NA) ; 5—XF B4 ; 6—/E K3 2 (SST) 41 5 7—peDNA #5 G 4 (SST+
pcDNA) ;8—FOXD1 #4441 (SST+FOXD1) .

B3 A A M i ST R RB R IR S

AKT #5 476 15 B i FAAIK (P<0.05) 5 55 SST+pcDNA £
A LE , SST+FOXD1 4 p-PI3K . p-AKT 25 [ 3235 W 2
FHE (P<0.05) . WL 4,34,

T I—H MR- 3- TR I S (GAPDH) 52— 3K 134 B(AKT)
3—T R AL 8 (1 B (p-AKT) s 4—Wh IR UL 3 34 (PI3K) 55—
FR AT A WL 3 34 (p-PI3K) ; 6—XF BB 41 (Control) ; 7—/E KN4
(SST) ; 8—pcDNA %% Yk 4 (SST+pcDNA) 5 9—FOXD1 %% Jt 21 (SST+
FOXD1).

B4 AR 401 PISK/AKT i A0 3 1 e ak

2.5 AN LY294002 #] 3 Xt PI3K/AKT 18 B& 48 X
EAREMZM 5 SST+FOXDI1 4 A Hb , SST+
FOXD1+LY294002 4H 1Y p-PI3K . p-AKT 25 [ % ik W
W (P<0.05), WIS, %5,

2.6 HKINEBEA FOXDIE# PI3K/AKT & B X
R EMRIZE . ITBMEEMNFMmM 5 SST+
FOXD1 #H #H b , SST+FOXD1+LY294002 41
FOXD1 mRNA K& [ 515 .ODH 2B 4% H |

3 FOXDI i Sk Az (AR A B A R s 40 MO0 5 TE A% AR 2R ARl x + 5

415 FEWHE ODMH(490 nm) TERAIRE A/ RZR4E R /A PCNA MMP-2 MMP-9
Control 9 1.15£0.11 129.32+11.44 123.57+11.63 1.01+0.08 0.99+0.07 0.97+0.07
SST 9 0.52+0.05" 66.79+7.22" 63.7246.51" 0.47+0.05" 0.43+0.04" 0.44+0.05"
SST+pcDNA 9 0.49+0.04 62.73+6.82 65.78+5.59 0.45+0.04 0.40+0.03 0.43+0.04
SST+FOXD1 9 0.71+0.07% 86.88+8.46% 81.52+7.30% 0.66+0.06% 0.62+0.06% 0.67+0.05%
Fif 158.03 111.09 105.95 171.98 241.09 201.68
PAE <0.001 <0.001 <0.001 <0.001 <0.001 <0.001

1 : Control X% R, SST A AE KM E L, SST+pcDNA 2 peDNA F UL 41, SST+FOXD1 Ky FOXD1 4% Y42, 0D g %5 15, PCNA hy 1458 4 i 1%

B, MMP 2y BE 5 4 J 2R 11
D5 Control LA HL , P<0.05., @5 SST+pcDNA 4 AH H , P<0.05,
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Fa TFRIEFOXDI XA KA AL PR A IR 96 40 i PI3K/
AKT 3 H A DG R R 1 52 /x + s

RS LY294002 XA K AN ZE 5 FOXD 1 BEAAb 2 ) fife it g 40
fit PI3K/AKT 38 5 AH I 26 1 3k A 52

4151 IR

p-PI3K/PI3K p-AKT/AKT 415 HIZREL  p-PI3K/PI3K  p-AKT/AKT
Control 9 1.03+0.08 0.99+0.07 SST+FOXD1 9 0.6020.07 0.630.07
SST 9 0.430.04" 0.39+0.03" SST+FOXD1+LY294002 9 0.43+0.04 0.46+0.05
SST+pecDNA 9 0.40+0.03 0.42+0.04 2 6.33 5.93
SST+FOXD1 9 0.62+0.05% 0.65+0.06% PAH <0.001 <0.001
FE 265.99 251.43 1 SST+FOXD1 K FOXD1 %420 , SST+FOXD 1+1Y294002 H
PAYE <0.001 <0.001

T : Control X B4, SST A A MM A, SST+pcDNA 24 peDNA
BEYesl]  SST+FOXD1 g FOXD1 #4544 20, PI3K g B NS e LA 3 34t
p-PI3K g B R TL B I LI 3 384 , AKTT 9 25 P B, p-AKT M B R
G B,

DY Control 414t , P<0.05., @5 SST+peDNA 414H 11, P<0.05,

6 7

5 D —
4 -
3 S e—

) A e
| Al T
T 1—H b -3 R I Ul (GAPDH) 5 2— 25 P84 B(AKT)
3R AL 55 I B (p-AKT) s 4—W i kLR 3 381 (PI3K) ; 5—Wk
iR Al W i LI 3 98 (p-PI3K) 5 6—FOXDI1 % e 41 (SST+FOXD1) 57

— KR & PIBK i 7 LY294002 4k B 4] (SST+FOXD1+
1Y294002) .

5 4420 I N 40 i PISK/AKT il B AH S 26 H Rk

122240 1% H . PCNA MMP-2  MMP-9 %5 [ % ik 1]
TP (P<0.05) . WIE 6,36,
3 itie

B B985 22 TR PR s IR 1 B
e A R 92 B0 Ay 9 L 5 o JH AN 3 31 958 T ) 46
PG, 52 WA = B 7 SRR ol A B 46 P
B AR R AE I R IA T I RO AE
UL 259, AE BT T A — 8 PR FROR | e R
J& M Krulich T 1968 4E 75 K BT Fr i A4 KR BT
K, J&— Rl il A KR Y T, 4853 Brazeau 43
BERAL Y AR IR AL AR R B N

AN 2 K PI3K il 771 1.Y294002 Ab B4 , p-PI3K Sy 52 1 4 A JUL 7
3P4, PISK AW IR IEILESE 3 3 , p-AKT R B l2 1L 75 1 0% B, AKT
R I B,

4 | —
3 —
2 D —
| -——

T+ 1—H e -3- Wi A S (GAPDH ) 52— i 42 J 25 14 -9
(MMP-9) ; 3— 5L [ 43 J 25 14 -2 (MMP-2 ) 3 4— 458 20 i 42 4 J5L (PC-
NA) 5 5—#5 st [H 1 XL HE 8 14 D1 (FOXD1) ; 6—FOXDI %% 4t 41
(SST+FOXD1) 3 7—AE KA & K PI3K A1 7 LY294002 b BH2H (SST+
FOXD1+LY294002)

6 AAPIREAMM FOXD1 3 H MIGFHAER 2R HEH KL

JIEL A4 85 0, A8 R A% U /0 TR 1 X P R 4 i LA
BRI VER T LIAE ST ) —Fh 254 . A s
B, A AN 2R A 5 VG U 0 o B s 4 i 34
FA . REAEIE R R R AR KM E 25 i
AR AR i 2 (Cox-2) 3041 5 98 40 ff 386 51 A5 5
MR PR, T B IR A R BoR AR R I
b AR Wnt/B-3% P4 ER 138 I ] e A RS 5 A
AN - N DD A N AR ST N S
AN TR B B A A 00 2 400 ) A s A, 45 SR U
ALY OD {8 iE B 4l i £k B Az 22 4n i 4k H B &
R4, PCNA \MMP-2 \MMP-9 & 113235 9, B A=
F A ZE T LB S 410 ) e AR g 4 M A L RS R AR
2, HAaYUENER .

R6  1.Y294002 XA AN ZE 5 FOXD 1 AR 2 ) i A gea AN B4 5 T2 AL AR 2B AU RE M /x +

ZH 3] EERE FOXDI mRNA FOXDLA  ODfR LTWHHE %yﬂﬂ@ PCNA MMP-2  MMP-9
i (450 nm)  KHMA HEHA

SST+FOXD1 9 0.72¢0.06  0.93:0.05 0.69+0.06 83.72+7.20  78.57+7.52 1.01%0.07 0.97+0.07 0.99+0.07

SST+FOXD1+LY294002 9 0.37+0.04  0.35:0.03 0.53x0.05 67.19+6.46 62.52%5.16 0.41x0.05 0.39+£0.04 0.44:0.04

tl 14.56 29.84 6.15 5.13 5.28 20.93 21.58 20.47

Piy <0.001 <0.001 <0.001 <0.001 <0.001 <0.001  <0.001  <0.001
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