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WE. BE WIS GATA BHELE M 1 (GATADL) X5 I AN 7 B e i B AL . Tk SRFIBR BT
DIBEZEHTEA . GATADL TR STRL SIRNA-GATADI (Si-GATADL) o HREFFRIG N IEH 251 b 1 40 NCMA60 Kz 45 7 9
4ififd Caco-2 \HCT-116 ,HCT-8  HT-29 . RKO, Jij Ji| Western blot Il 41 fifs o GATAD1 78 {9 A %) 35 35 &, v 8 H o
GATAD1 357K T-ARXT 45 25 (45 IR 40 HCT-116 \RKO ] T464 GATADT T Bok: Si-GATAD1 , W3 #6457 GATAD1
FIRIKOVIRAR 1 45 I Ji 20 ML Caco-2 JH T Y i K35 pMZ-GATADIL JiikL, HC HCT-116 \RKO 2 g BEATL 53y B 14 X Bt
(NC) 4H G Y Si-GATADI [FikizH (Si-GATADIZH ) , B Caco-2 4N FEAL /Ky NC 4H 5 Yeat 235 pMZ-GATADI Jfi ki 26
(pMZ-GATADI 41) ,Si-GATAD1 41 HCT-116 F1 RKO 4l 43§44 4 Si-GATADI [k, pMZ-GATAD1 4 Caco-2 4% e
Gk pMZ-GATADI kL, [R] 4425 2114 pMZ-MO3 JFTkLfE Y 5 NC 41 HCT-116 \RKO F1 Caco-2 4. R FH 40 i IR
SR - 2 A0 M R A % 5 SR ] Western: blot B0 I 45 2 40 B Wi AR 1 JDLIE 3 80 ( PI3K) /48 0GB (Aky) f5 5
AR DG 1 PIBK Akt BERR LA 118086 B (p-Akt) A I 1-D1 (eyclin DL) fUARXS Rk, 8558 45w
HCT-8 \HCT-116 \RKO ,HT-29 ,Caco-2 H GATADI & [ 1 % % 5 3 B 3 55 T A IE % 451 b Fz 40 s NCM460 (P <
0.05) ; 47 HCT-116 RKO 4fififirf GATADI £ A ARXT 23k &t i 3 & T HCT-8 \HCT-29 Fil Caco-2 ZHfI (P <0.05) , 4%
W9 Caco-2 4HiffiHt GATADI & [ AHX Feik i B3 K T-45 %% HCT-8 HCT-29 Ziffi (P <0.05) . Si-GATADI 41 HCT-116 ,
RKO 4tiffirh GATADI & [ AHXT 3k B 1 2% T NC 41 (P <0.05) ,pMZ-GATADI 4 Caco-2 #f i GATADI 75 [ 4H
YFE ik BT NC 41(P<0.05), 535 12 24 h,Si-GATAD1 41 HCT-116 .RKO 4il i (i Rl J5 & % 1y i % F NC
Z1 (P <0.01) ; pMZ-GATAD1 4| Caco-2 4fi Jiil ¥y X JE @ & 4 B 2 & F NC 41 (P<0.01), Si-GATADI 4| RKO,
HCT-11641fifif PI3K  p-Akt .cyclin D1 85 [AHX} 25 5 44 B K T H NC 2H (P <0.05) ;pMZ-GATADI 4 Caco-2 Z fif
PI3K .p-Akt .cyclin D1 25 A% #2545 .25 F NC 41 (P <0.05) ;Si-GATAD1 4] RKO HCT-116 4iiJifi }% pMZ-GATADI
41 Caco-2 M Akt 2 AR ik i 5 NC A W22 R G4 L (P >0.05) . 45i€  GATADI [k T45 0
A, Hoad A PI3K/ Ak {55 58 PR A 45 e A 1 12 %
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Effect of GATA zinc finger domain containing 1 on migration of colon cancer cells
WANG Jingyuan, XIE Yuqi, YUE Fengkai,KUO Yi,LI Zhuoyue , GUAN Jinjing, YANG Zishan,CHEN Zhiguo
( Department of Basic Medicine ,Xinxiang Medical University ,Xinxiang 453003 , Henan Province , China )

Abstract; Objective To explore the effect and mechanism of GATA zinc finger domain containing 1 ( GATADI )
on the migration of colon cancer cells. Methods The GATADLI interference plasmid SIRNA-GATAD1 ( Si-GATAD1) was
constructed using the restriction endonuclease ligation method. Normal human colon epithelial cells NCM460 and colon cancer
cells Caco-2 ,HCT-116 ,HCT-8 ,HT-29 ,and RKO were cultured separately. The relative expression levels of GATADI protein in
each group were detected by Western blot. Colon cancer cells HCT-116 and RKO with relatively high GATADI expression
levels were selected for transfection of GATADI interference plasmid Si-GATADI, and colon cancer cells Caco-2 with the

lowest GATAD1 expression levels were selected for transfection of overexpressing pMZ-GATADI plasmid. HCT-116 and RKO
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cells were randomly divided into the negative control group ( NC group) and the Si-GATADI plasmid transfection group
(Si-GATADI group). Caco-2 cells were randomly divided into the NC group and the overexpressing pMZ-GATAD1 plasmid
transfection group (pMZ-GATADI group). Si-GATADI1 plasmids were transfected into HCT-116 and RKO cells, respectively,
in the Si-GATAD1 group. The overexpressing pMZ-GATAD1 plasmids were transfected into Caco-2 cells in the pMZ-GATAD1
group. The empty pML-MO3 plasmids were transfected into HCT-116 ,RKO and Caco-2 cells in the NC group. The cell scratch
assay was used to detect the scratch healing rate of cells in each group. Western blot was used to detect the relative expression
levels of phosphoinositide 3-kinase (PI3K)/protein kinase B ( Akt) signaling pathway related proteins PI3K, Akt, phosphorylated
protein kinase B ( p-Akt) , and Cyclin D1 (CCND1) in each group. Results The relative expression levels of GATADI
protein in colon cancer cells HCT-8 ,HCT-116 ,RKO,HT-29 ,and Caco-2 were significantly higher than those in normal human
colon epithelial cells NCM460 (P <0.05). The relative expression levels of GATADI protein in colon cancer cells HCT-116
and RKO were significantly higher than those in HCT-8 ,HCT-29 ,and Caco-2 cells (P <0.05) ,while the relative expression
level of GATADI protein in Caco-2 cells was significantly lower than that in HCT-8 and HCT-29 cells (P <0.05). The rela-
tive expression levels of GATADI protein in HCT-116 and RKO cells in the Si-GATAD1 group were significantly lower than
those in the NC group (P <0.05) ,while the relative expression level of GATADI protein in Caco-2 cells in the pMZ-GATAD1
group was significantly higher than that in the NC group (P <0.05). After 12 and 24 hours of cultivation, the scratch healing
rates of HCT-116 and RKO cells in the Si-GATADI group were significantly lower than those in the NC group (P <0.01),
while the scratch healing rates of Caco-2 cells in the pMZ-GATADI group were significantly higher than those in the NC group
(P <0.01). The relative expression levels of PI3K, p-Akt,and CCNDI proteins in RKO and HCT-116 cells in the Si-GATADI
group were significantly lower than those in the NC group (P <0.05) ,while the relative expression levels of PI3K, p-Akt,and
CCND1 proteins in Caco-2 cells in the pMZ- GATADI group were significantly higher than those in the NC group (P <0.05).
There was no statistically significant difference in the relative expression of Akt protein between the Si-GATADI group (RKO
and HCT-116 cells) ,pMZ-GATADI group ( Caco-2 cells) and the NC group (P >0.05). Conclusion GATADI is highly
expressed in colon cancer cells and promotes their migration by regulating the PI3K/ Akt signaling pathway.
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Sl e A R AR WL IR 2 — o N2 R R RS %
REAE T F B K 2 — R4 HETEZS i TR - .
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BRI RS BT I RN . % GATA 1.1 #Hf
PEFE 45 #3181 ( GATA zinc finger domain containing 1, MNIEH 45 F e 4 NCM460 J A 4t

GATADI) Jy GATA B3N 5 F g i) — 51, Hogoh
LT AN B B RS T B R,
GATADI 7 40 JHd b i 205, 185 15 PP A TR
3 (phosphatase of regenerating liver 3, PRL3) )3
7454, S PRI3 AU BE ¢, 0 & A e B
(protein kinase B, Akt) {55 53 , AT 7 1T 48 Jfd
RAFEE AL VE A . 5833 %) Biogps B4R 5 1Y
K &, GATADL 1525 [l ds 4 20 1 2 38 7K -
By (HHAESS I h O PR e . BT I, A
WFE i 3 g 57k R 3k GATADL (1) A 451 Caco-2
AR A E W% GATADL A9 A 25 17 i HCT-116
RKO ZHJifs, W4% GATADL %2575 20 i it #% K Wi
kLA 3 4 ( phosphoinositide 3-kinase , PI3K ) / Akt
I AT O A R IR IS, PR GATADI 52 i
S e AN A% B BLA, iy GATADY 1E45 i firs ik i

Caco-2 HCT-116 HCT-8 \HT-29 Fi1 RKO Il [ I #F =%
IRAEYRHEA PR A ] & T AR
1.2 FERFENEE

75 # R pMZ-MO3 Fil 3 % ik pMZ-GATADI Ji
ki .pScilencer 3.1-U6 ORI H | JH &2 REHE AT PR
], TransStbl3 Chemically Competent Cell 857 75 21 ity
W B At 5t 4 3 A W H R AT BR 2L 7], RPMI-1640
Meoy'5A 55371 H 3 [ GIBCO 24w, JiG 4 ML v 1
BT I =55 R YRR R W i R 3h 22 P ik
(phosphate buffer solution, PBS) |3 5% 2% 5 55 & AL .
TR AU 2 N E R (LB 1557 5E DNA ladder [
I BENE | Tris-HCL (pH 8. 8) | Tris-HCl(pH 6.8) - —
LE IR 4N (sodium dodecyl sulfate,SDS) | 15 B i 44
Tris Z2ip Az LK B LU &R ERHCA RA A H
TS 3-8 B2 B & i ( elyceraldehyde-3-phosphonate
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dehydrogenase , GAPDH) It H 3¢ [E Thermo Fisher /%
A, BURARBUR ) & DH-5o JRAZ S 400, 5 5L 4
B st &y B R AR AL R (dE ) AT IRA A
SamH 1 H1 Hind I FR 1L N D A K% £ EY)
TAEA R W lipofectamine 2000 % a5 | 1 58 Hy
A7 K E M B 22 [E Invitrogen /3] , GATADI | Akt
R 3E I8 B ( phosphorylated protein kinase B,
p-Akt) HUA K L FEHT N TG L FHT R 166 Pkl
H3EE Abcam 23], 40 i i 14 D1 (ceyclin D1) |
PI3K Ay [ 3 [E Proteintech 22 H] , Bw — M LW
Ji ( polyvinylidene fluorid, PVDF) it H & [& Millipore
A CO, BiFR A6 m IR VR B0 pL B &
Thermo /A ], Western blot {627 R4 B | K AE
FHIABRA A 88 S0 B H AR Nikon 247,

1.3 ZWHE

1.3.1 GATADI1 FH [GHRBIHEE

B 100 pL DH-5« JE&s2 2540 i & T ok b, A

3 L pScilencer 3. 1-U6 Jiiki,30 min J5F 42 C/KiB
bt 30 s IR A T AN P A [ A A T
Bigedk b BT 37 CHRM TP g, PRI IR AL |
MBI TS BT 20 mL 3 20 NP R Y LB RS
FeHErh BT 37 °C 220 v - min T EIK B 14 bR
ORI R EUA ] A P H 16 L pScilencer 3. 1-U6 Jii ki
BT EP AL IA 2 wL W UIEEZE i, S8 5 7333
A1 wL BamH 1 F1 Hind 1,37 CHEE 1 h;
DNA J5 [N & el R U0 F B s 6 i+
WP TE SR 10 mol - L™ 10 L,
98 °C Jz Jif 10 min,60 °C J Jif 2 min ; B [0 W Y]
B3 pL G TP 5wl & FENE P A
1 L T4 DNA JERERER | pL Z RS2 i, 16 °C
BN 3 b BUERS) 2 L, AR 50 L ffERHY)
TransStbl3 Chemically Competent Cell J8&5Z 25 40 i, vk
% 30 min 42 C#Aif; 90 s, S8 5 PR VK 2 min; fif
JEIA 1 mL LB }5570E 37 CHRRPIHCE | hifE
B4 B A TransStbl3 Chemically Competent Cell J&& 7 7
MRS AP R AR IR 3L |8 37 C
TSR R B R PR T R TRV L 3k B R 4
MER AR MHOARA R A . MR SE I GATADL 1
Pk SIRNA-GATADI (Si-GATAD1 ), GATADI F
PSP 74 : 1B 10 514 K 5'-GATCCGCAGGTCTTT-
GCCGGTTAAGTTTCAAGAGAACTTAACCGGCAAA-
GACCTGCTTTTTTGGAAA-3', . W] 5l ¥ N 5'-

AGCTTTTCCAAAAAAGCAGGTCTTTGCCGGTTAAG-
TTCTCTTGAAACTTAACCGGCAAAGACCTGCG-3',
1.3.2 A3

W5 NIE 450 1 Bz 41 NCM4A60 K A 25 iz 20
Mg Caco-2 ,HCT-116 ,HCT-8 . HT-29 . RKO M & &
W, B 37 CoKim P A IR K NCM460 4 i #
T 6 LR, A E AR TR $ 10% 6 4 1T AR R
I3E8 1% F 558 R 1) RPMI-1640 35523 5 F Caco-2
HCT-116 \HCT-8 , HT-29 F1 RKO 4 }ffi & T 6 L4k
H A B R B A50 10% BG4 3 AR50 1% #
HERE R Y Meoy'SA BEFRUL, LA 37 C RT3 4L
5% CO, RN ML FRAF h 1E 9%, 1 24 ~48 h 546 1
e
1.3.3 Western blot % # ] NCM460, Caco-2.
HCT-116 . HCT-8, HT-29, RKO 4f iz 8 GATAD1
gFARIE

MEEFRFE T4 HECH NCM460 | Caco-2 \HCT-116
HCT-8 . HT-29 . RKO 41 g, 7 E ¥, i 1 mL PBS
VR, T A0 R AR A ) oA i s T RO
3000 r - min "' B0 5 min, 7, B4 TTTE,
A 300 L 41 e 224 A v R T IR 5, UK b R
25 min,12 000 r - min "' B0 10 min, B 200 L R
WE TR ECE T, m EEWR A 174 K31
4 x loading buffer IXFTIR 4], B T 100 C & B AT
5 min {35 78538 P, B30 g & H#E T SDS-R
PR T i 2 R Uk, JF o 2 L IE R 300 mA B R
PVDF J I, BiAg AR 0 2 i B 1 h, 4050l i A GATADI
—HL (T 1 21 .000)  GAPDH — 4 (i £
1:500) ,4 CHEIR L0 5, Tris 92 w4z B ER K
VR 3 UG, AU 10 min, T ABAR AL BFARIC Y
0 GREESN 122 000) , = EFEIRIEE 1 h, ] Tris
2 wh A FEER K PR 3 UK, R0 min, Ji 5 A F5aly
A 100 L 35 o SR IR, A7 R ASCR &
5, W Tmage J B3 b 44> 2505 10 K BEAEL, LA
HHEH GATADL 54 K E(E 5 NS E H GAPDH
R R PEAEIY (478 GATADI i A X ik it
SR EAL 3 W U
1.3.4 GATADI FH#Fifnigd ik pMZ-GATAD1
BRI B e AN A

W GATADIL 33K AP AR 4525 1) 285 17 9 4
il HCT-116 \RKO %54t GATADI T4 ki, 575 ik
GATADI ik 7K s Al 1 45 I i A . Caco-2 B% Gt
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i3k pMZ-GATAD] ki, M54 o B X4
AR 125 e 40 i HCT-116 \RKO ,Caco-2, L 1 x
10° L' Wy B e 3 6 FLA P, 4 3 A& AL
¥ HCT-116 \RKO Zfi fg FEAIL 73> BH P %F B8 ( negative
control ,NC) 2H Fl#% 4t Si-GATADI Ji ki 4 ( Si-GATADI
2H) ;4% Caco-2 ZNMIFEHL 5>y NC 2 FFE G id K3k
pMZ-GATADI JFiki4H (pMZ-GATADI 4), Si-GATADI
44 HCT-116, RKO 4 Jf %% 44 Si-GATAD1 Jii Hi,
pMZ-GATADI4 Caco-2 4lififi4 Yeist #ik pMZ-GATADI]
JETREL, [] I 4 25 2 ik pMZ-MO3 J5i ki %% ¢ NC 21
HCT-116 \RKO A1 Caco-2 4l fifi, #% iR lipofectamine
2000 YA TEE Y 5 Y 6 h JE o LRI H
IEH IR ARk 2L B 37, Fl T 5 2k GATAD] FE H &£k
P2 ) T SIS B A I
1.3.5 HPEXRELIHK N FH GATADL Faid Rk
GATADI 3t 45 B7 2 4 B T # B 520

ARG FEAR O B L JE 25 i T 4R HCT-116
RKO .Caco-2, F§ 2 mL PBS #¥E 1 %, it A 1 mL
JREEIE AL, 315G A1 x 10° L' By 235 B h 3] 6 LR
o BRI 3 R AL TR LIS, F 200 L
TSR TE RS LR 2 257474k, il mL PBS {535
AL 3 Y, f TG IV B 5% 5L T A0 M 8 A vh s
7%,9FF 0,12 .24 h i RS BT FRIC 5%,
Image J FREIN 25 AR, THE DR @A 23, RR
AR AR T RE B8R, LR EL 3
I HUAE
1.3.6 Western blot %44 HCT-116 RKO,Caco-2
4HAE R PI3K Akt p-Akt.cyclin D1 & EH&RIE

Ay SIBUE Y5 B9 NC 21, Si-GATADI 4 HCT-116
RKO #i its #1 NC ZH . pMZ-GATAD1 # Caco-2 #fi
JL, A RIPA 24 fige i £ A0 A 2 19, 6 ) — s b
IR AT EE U B )5 , ] 4 x loading buffer 4
FIFERRIE TR 4 ¢ - L7 B F 100 C 4 )8R+
Ak 10 min ffi 5 1 7053287k, B 40 pg 3R AT
SDS-Z M 19 e 2 1 LUK, 8% 2R 1 1E R 5% 2 PVDF
b ARG AT 1 b, i A GAPDH (i EE 1 ¢
1000) PBBK(IEE M1 :1000) Akt (GEEEH 1 :
500) \p-Akt(‘]r%'fEﬂwj 1 :1000).cyclin D1 (TH N
1:2000)—$t, 5 FE 3 h, Tris ZZ vh A= BER KV
W3 U, BER 10 min, A BRAR L S AL T B bR i Y —
Pt CGREEER 1 £2000) , =R EEIRIERE 1 h, ] Tris %
AR TR K RV 3 UK, 1 i A RO i

FAAE2E AR ASCR B U , 17 FH Image J #4453 H1 44>
ZAMTI K BE{H . PI3K | Akt p-Akt, cyclin D1 X}
ELUH M A A R E 5 N2 81 GAPDH JK
B LLER R . LI E R 3 W, BUME.
1.4 Sit¥EaE

IV SPSS 17. 0 B A4 it ot e oE
BHAIR + bRfEZE (v £5) TR, ALIA] FLBSR AT ¢ 46
Ki;P <0.05 HERAGI¥FE Lo
2 #R

2.1 NCM460, HCT-8, HCT-116, RKO, HT-29
Caco-2 #fifith GATAD1 EH M RIEZELL B L
S RAL AR IE IR

NCM460 ,HCT-8 \HCT-116 ,RKO . HT-29 . Caco-2
Y GATADL & [ AH X Rk & 43 0. 163 =+
0.052.0.463 +0.051.0.916 +0. 067 .0. 859 +0. 100
0.494 +0.035,0. 255 + 0. 059, HCT-8, HCT-116,
RKO \HT-29 ,Caco-2 4HfifgH* GATADI1 & H A X ik
W E T NCM460 4 i, 22 R A F it 242 X
(P<0.05), HCT-116 .RKO #fififi * GATADI & [
FEXT 3 35 i 2 & F HCT-8 \HCT-29 fI Caco-2 4
i, 22 A Gi it 2% X (P <0.05) ; Caco-2 4 i
GATADI 7B A% 36 1k B i %% F HCT-8 \HCT-29
A, ZRA G E X (P<0.05), Z5RILE 1,
BE$E HCT-116 .RKO 4L T-55 ¢ GATADI T4 %
i, ¥EHE Caco-2 4 MY H T 4% Y& GATADI i ik

1 2 3 B
SR L

1:HCT-8 4132 : HCT-116 41 ;3 : RKO Zififd ;
4 :HT-29 41 ;5 : Caco-2 41l ;6 : NCM460 4iffd
1 GATAD1 EH7 HCT-8 HCT-116 ,RKO HT-29,
Caco-2 & NCM460 £H fit1 Fh i) 3R i ( Western blot )
Fig.1 Expression of GATADI1 protein in HCT-8,
HCT-116 ,RKO,HT-29,Caco-2 and
NCM460 cells( Western blot)
2.2 NC #2.Si-GATADI1 4 HCT-116 , RKO Zf ff1
¥ NC fA. pMZ-GATAD1 4 Caco-2 £ f1 iy

GATADIEBHEMRIEZELLE
NC £ .Si-GATADI1 4] HCT-116 40jifi ) GATAD1

B AN FRE B MR 0. 697 +0. 013,0.463 +
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0.008 ;NC 4 .Si-GATADI 41 RKO 4 fifg ' GATAD1
BA X A R4 51 0. 641 + 0. 003.0.395 +
0.006, Si-GATADI #{ HCT-116., RKO 4 ffg
GATADI 2 (A AHXS Fib ¥ 30T NC 4, 22 7 f
Bt B L (P<0.05), NC 41.pMZ-GATADI 4
Caco-2 4l Jfid t GATAD1 [ A0 X 4 3k & 43 1
0.098 = 0. 007, 0. 371 = 0. 004, pMZ-GATAD1 4]
Caco24fififl Hf* GATADI £ I AH XS K ik & W 2 & T
NC 4, R A G #E (P <0.05), Z5RILE2,

1 2 3 4 5 6
o =
CAPDH DS S e T

1:NC 2 HCT-116 4fifu ;2. Si-GATAD1 £ HCT-116 4y ;3. NC
41 RKO 4ilfify ;4 : Si-GATADI £ RKO 4iififg;5:NC 41
Caco-2 il ;6 : pMZ-GATADI1 21 Caco-2 4 i,
B2 NC 4.Si-GATAD1 /A HCT-116 .RKO 4/
#1 NC £ ,pMZ-GATADI1 28 Caco-2 ZHRE
GATAD1 EARIE

Fig.2 Expression of GATADI protein in NC group,Si-GATAD1

group HCT-116 ,RKO cells,and NC group,

PMZ-GATADI1 group Caco-2 cells
2.3 NC #2.Si-GATAD1 2 HCT-116 , RKO #f fii
#1 NC 4H.pMZ-GATADI 45 Caco-2 4 il 7 A
tb3g
¥53% 12 .24 h,Si-GATADI1 24 HCT-116 .RKO 4§

JERRIR G R R E T NC 4, ZRA 5T
BX(P<0.01), Bz 12,24 h, pMZ-GATADI 4
Caco-2 AIEARIRE 3R & =T NC 4, =574
Gt E (P <0.01) , S5 1 FE 3 K 4,
%1 NC £4.Si-GATAD1 4H HCT-116 .RKO 4 % NC 4.

PMZ-GATADI £ Caco-2 4HfEE 5 8E /1 LL &R

Tab.1 Comparison of migration of HCT-116 and

RKO cells in NC group, Si-GATAD1 group,
and Caco-2 cells in NC group and

PMZ-GATAD1 group (% ,x +5)
g1 . _ ﬁﬂﬁ,@ﬁ%
B8 12 h B35 24 h

HCT-116 4 jifl

NC 2 3 36.73 £5.87 54.29 +7.11

Si-GATADI1 2 3 21.89 £3.25° 37.34 £5.52°
RKO 4l

NC 4 3 58.15+£6.92 84.24 £9.74

Si-GATADI 44 3 45.89 +7.85*" 73.49 £10. 04
Caco-2 4 Jifd

NC 4 3 26.79 £4.41 43.33 £2.57

pMZ-GATADL 4 3 61.31 +5.88" 73.43 +£4.94*

5 NC 4l b4 P <0.01,

Si-GATAD14]

NCH Si-GATAD14] NCH

12h

24hI"“I .-|

HCT-116 RKO

B3 NC 4H.Si-GATAD1 44 HCT-116 .RKO # i1 H)E 7%
Fig.3 Migration of HCT-116 and RKO cells
in NC group and Si-GATAD1 group

NC4l pMZ-GATAD141

* ISR

12h

24 h

4 NC £2.pMZ-GATADI 28 Caco-2 AR TR
Fig.4 Migration of Caco-2 cells in NC group
and pMZ-GATADI1 group

2.4 NC #4.Si-GATD1 28 RKO HCT-116 £ ff1 %
NC #H. pMZ-GATAD1 £ Caco-2 #H i 1 PI3K,
Akt p-Akt. cyclin D1 EBHEXFRIEZZLR

Si-GATADI #1 RKO, HCT-116 4§ jifi tf PI3K,
p-Akt cyclin DI i [ A % 36 35 & 4 B 3 KT NC
W, ERHGIT%E X (P<0.05), pMZ-GATADI
40 Caco-2 4ifita PI3K .p-Akt cyclin DI 25 FIAH X3¢
KRR EGT NCAH, ZERASITFEEL(P<
0.05), Si-GATAD1 %] RKO, HCT-116 4i fifii &
pMZ-GATADIZH Caco-2 4fifflH Akt 25 A X3R4 i
5 NCH B ERTG I E L (P>0.05), 45
W22 MK S,
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2 NC £.Si-GATDI1 4 RKO . HCT-116 #f1 % NC 2H.pMZ-GATADI £ Caco-2 ZH i PI3K,

Akt,p-Akt. cyclin D1 ZEHEMRIEELE

Tab.2 Comparison of relative expression levels of PI3K, Akt,p-Akt,and cyclin D1 proteins in NC group,

Si-GATD1 group RKO,HCT-116 cells,and NC group,pMZ-GATAD1 group Caco-2 cells (xxs)

24 5] n PI3K Akt p-Akt cyclin D1
RKO i fif

NC 21 3 0.494 +0.009 0.653 £0.013 0.605 £0.012 0.493 +0. 006
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