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Expression of the Sic5a8 gene encoding a short-chain fatty acid transporter was positively
regulated by Cdx1/2 in vivo, and its level was reduced in the colonic polyps of Apc mutant
mice, accompanied by decreased expression of Cdx2. Plekhg1 was shown to be a direct
target gene of Cdx1/2. Plekhg1 was involved in E-cadherin-mediated cell-cell adhesion,
and bound to 14-3-3 only when phosphorylated at serine 611.
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CDX2 (Caudal-type homeobox gene 2) K&
NCDXTIZ R AT RAAL AEBRFTH Y |
HLE DR A, HLE BRI/ b Kk
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TV =BT % &% % Hbiv, Dbl homology
(DH) domain. } O* phosphoinositides & M
A1ZB 54 % Pleckstrin homology (PH )
domain ZFF23, Z DB D AFSEER
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ARWFIEEHECIX, #5ERKF CDX1 - CDX2 @
FHER B M Th D SLC5A8 (Solute
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EREAT 5 LT, v A MU B FULEE
F (HDAC)BH TG % FF oA (butyric acid)
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(2) Cdx1™ =z, Cdx2" = 2D KIIH
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VAT AEEA LT Cdx1, Cdx2 ZiHiER I
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time PCR I X » THIE L7,

(B)L v F A LA ShRNA X7 Z—% T
HCT116 #ifii © PLEKHG1 % / v 7 X .
E-cadherin MR HL % bt f oo LR IE TR~
720

(6) 3xFlag % 7 % £/l L 7= PLEKHG1 % 293T
A CHRI S Bl X, Flag Pk CoHugibik L
7= % @ % SDS-PAGE T/4yHE, $RYLAIZ LY
BoNANY REYY H L TEESHTIC K
DALFE L& X7 ZRE LT,
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loxP WA N THeIe L o7 X —4FTF 07X
IR —%)are=71 s JETHEEL ES
ANR(D3a2) 12BN, A T AR BICRFTEL
TIEFE R EZRS7a—rnbX AT~
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E 0 AR RS~ DB AN EfER LT, BT,
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D~NTaER ) v I T R~ T A%,
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RT-PCRIEIZ L » THARI~ 7 2D KT
DRBPEHE LI A, MER~TZT
TR LANALREEICE T LT &
o, Slcha8 IFAEMKRMIZIHB VT Cdx1,
Cdx2 DIEMEEFTHDH Z LB RB S
7= (X3),
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SHRNA shRNA against CDX2

X 8 CDX2 / v 7 ¥ v i k3
PLEKHG1 O R EIET
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K7 DB B OEIEET T 5 & ki)
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PLEKHG1 OHREZ R T 5720, LT
TANANRYT Z—% W T shRNA (289
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il PLEKHG1 23 % 5-9° % Al REME 2V /RIR X
niz,

Control sh RNA

PLEKHG1 shRNA

E-cadherin

X 9 PLEKHG1 / v 7 F U L DEE

3xFlag-PLEKHG1 % 58| 38 851 & 7=
O H e 5> & 3xFlag-PLEKHG1 % %)%
TR L., I LT B X2 7 2 E 800
TN 5 Z &2k v, PLEKHGT #& %
VR E LT 14338161 ¢ ZIAE LT,
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S 512, Plekhgl DAEKRRN TORE % fif
HI2H7-0., 7 A Plekhg! s+ D5 3
T V% Cre CiHEMICRIESEDL LD
arvFavatv e B—=FT 0 TRy
X —rk~ A ES MIMRIZEA L, FHFEA
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