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Down-modulation of keratin 8 phosphorylation levels by PRL-3
contributes to colorectal carcinoma progression
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[#R] Fo v 74277 #—+ Phosphatase of regenerating liver-3 (PRL-3)i1. KO
EBRICBOTEERT D LAMEET, ShECHCIEE RS LR CRFR EREN L, #ITH
RRTHPEEORBRS A LN S, PRLB I “EBREM T + 27 7 ¥ —PIBEE% CRR EF
—7%FL, HENCRho 7 7 I U —Cded2 LEMIHIRET PTEN HREIL. BORA - 5B
BWUEEREEIZEY 2 LAFLMR-TH Y, BEREERG (C104) 2 ER&EB I LICK
D MR SA T2 L6, PRL-3ICL VR Sh 28OS - BECII 7+ A7 7 4
—UEMAYATH D EEZ LN TS, 52, PRL3 OFERTEMD epithelial-mesenchymal
transition (EMT; EEMISEEBDICROTIRIEMICHERT 2 2L LBESH TS, LarL7edts,
BHED & T % PRL-3 DIEH S L7327 B E L TIIAIRSRIE A T integrin ol K USRSk X £R-F
Th D ezrin BRE SN TOBIZE EE 5 THY . PRL-3 OIS L TidkA L L TRBR LSS
£V, SE. HiEEIL PRL3 O=x7 22 ¥—F 7B L, PRL3 2L 2 MESHE L5
DEFEHONITHRANT, Tt —L#iiEiTolk,

[#R) 9, KIBHEHAZELR SW480 12T, phosphatase FEHD AV PRL-3 HBR~ Y & —

(pPEGFP-C1048) % (* PRL-3 BlEAIZFV . PRL-3 7+ 2 7 7 ¥ —ViEMos iAo EEEE L
MBS 2 2 & % in vitro THESEL 72, IKIZ, PRL-3EAIZ L </ B L LTHY VB LSh B LD
EFEET 27, SW480 MR- BRI K (f C104S ZBRE PRL-3 HE~ Y ¥ —5#A L, ThE
DO A AV C R TBRAEI 2170, R TBRADBROS LY B 0B
IR DEEAFEProQ Diamondic L R 2L, TEOKENEROLBEMT AT o1 L =
%, C1048 ERA PRL-3 B~ ¥ —2BA L HB THBICE WY VEEL L &R T % 08
7EE LT, MIBATREET « 7 A b keratin 8 KRTAHE L=, = D&RIL. PRL-3 BEHA
ZHIML 7 SW480 MHZIZIS\V T KRTS D& U L7 S73 K 1 8431 CTO Y ER(L LA, [HE
FIOBRBERFNIZERT 52 L00 bREESH, B4R PRL-3 7 ¥ — B AKMRIZHT IRk
#HEBELN, EiZ, pEGFP-PRL-3 &5\ i1 pEGFP-C104S £ B % S 4= 1400 % v,
i KRT8 #ik CRIEBEEITo 4R, KRTS it wildtype  PRL-3 & D847 Lo5
PRL-3-C1048 2% W RERHRES 7R Uiz, Eio, %ML H O CHLRFRA L, PRL3 &
KRT8117 A YT ¢ 742 EOABRIRILBHE LT3, PRL-3BERIC LY o BEIIfassh
KRTS 0BT 27 1 7 AV PSRRI 8 52 L &R L, BigIc, THETCO#ESY
RIBEORBERE OB ROMRI T 2 By g ORI L, T hE COMESRY |
PRL-3RHEIT, FRE, RELRE. FEBRLBEORMGEN TERBR L2, Jhikshiz
KRT8 RBREIIELL 2V L0000, VY 8k KRTS (S73 K1X S431) ORBUMET LB &
DRER NI,

[BR] i Tic PRL-3EHZ L 0 BORIEDT- S V- tworhybrid ¥ 27 506
RS 37 BIC L3RR BKKES TN TWA R, SESEHEEIT. ZhTESKINC LS
TaF A AENTEIT) LK Y  PRL-3ICE VIR Y VB SH B85 L 32 B L LT KRTS



ERIET D EICRBILE, $-, SR L ARERER T, FARPRL3 LML T74+ R 7
7 F =M R AL VERE PRL-3 0F75%8 KRTS & O#A0BE TH-7225, Zhid KRTS #3
PRL-3 OEETHD LV IFERE B BT B 0O THD, PRL-3 HERE AV KRTS U VB
{EL~_ADOREF T, ERIOTFMC L Y KRTS 2 U 555 S73 K8 8431 TH Y LELL~<AD
EREFBDI--F, Ful BREOY VB ELOUCERIZR LN Ao, ZORRIEI—RF o
VT AAT 7 H—EE LTOMELFET D X 5 ChDH A i ezrin OF 11 7% EH PRL-3
CXOBRY VB ENB I 20D, PRL3IIF v BERCEY » « AL BEOHEZR
YURET 52D TELZ_EBREMEAL TS EL 5N, Keratin iIFHET 4T AV b
DRERERRSY & U CHAEHR AR L T Y. FOMBENTORREIX kinase & (F phosphatase (24
VEE STV S, AEOERLY., PRL-3 T KRTS © U VELLV~A0HEN L CHRIEY
47 A NOTFMLRUESORBEELSE, HHROES - BEORECES LT 5k
AR s,
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Fri 7+ A7 7 —¥ Phosphatase of regenerating liver-3 (PRL-3)i%. KIB#
DFEBEIIBVTEREHAT A Z L BRT, TREEMCER KB LR TR S BHRN
2L, BITRBR CEIPSEOREESALND, BEDL 25 PRL-3 OB V7K E
L iR E F integrin + 1 RUHRERXFRTCTHS earin REENRTVD
W EE-TRY, PRL-3 OMBEICE L TikA L LTFRBEREASEN, SH, BHIFHIX
PRL-3 DT =7 #—F R 7 EEFE L. PRL-3 I & 2 MISEEE L FOBF LB L
THENT, TuFt s eiTol, £9. KEMMEM SW480 12T, phosphatase
FEED 24 PRL-3 BRI & — (pEGFP-C104S) R UNPRL-3 FAEH% AV, PRL-3 74 R 7
7 F — B EEAS OB TTEC AT S5 2 L & in vitro CREE LTz, KiZ, PRL-34E
HE L RIBEELUTHY VBIEERD bOERET S8, SH80 MIIRIZ BT R (F C1045
ERA PRL-3 HHEA~7 F— WAL, TNENOMBEREE AV T RITBKIKE 21T
ot, TRABRIKGEDOTNE Y VBS VBICKET D8RR (ProQ Diamond)
CEAHAPEL. BEOKEEROMBBITEITo L 25, (1045 ERE PRL-3
Ry F—BA LR TERICR WY VEBMLLRAERTZ 87 HE LT, MilgRS
M7 4 7 A | keratin8 (KRT8) &I Lz, & ORER L PRL-3 BLAR & FN L 7 S#480
HMIRRIZ I T KRIS D& U BB EE S73 BT S431 TO U VEMEL~AAD, AERORERE
M ERT A 2 b b LB, BAR PRL-3 X7 # —MAMIRIZRN T b R OR R
DT, FIZ. pEGFP-PRL-3 & 2\ i pEGFP-C104S % ARE S WM % vy,
F1 KRT8 HiA CREILE 51T - 4R, KRT8 i1 wild-type O PRL-3 L OREAER LI,
PRL-3-C104S &% & ¥ SRE Q% R Uiz, 72, HEMEE AV T Y AF 6 TiX, PRL-3
L KRTB (X7 A ) BT 4 7T iz ¥ OB ILRE Li=d, PRI-BHAFAIC L b — O FER
BMEINRIBBBRTI7 17 A7 FPARRICESAWTHI 2R LE, B#iC, =
NWETOREY KBRORERR CHEBEOBBIA 2 A ARSI ENIIRIE L,
IRETORELSBY., PRL-3 HEE. FRER, BELKR. FEBRLBOETICE
NTEFERLEN, oh e TR BHEIELLARANWLOO, Y B{EKRIS (S73 K
T0S5431) ORBITETLTWA I L AEBENTE, TNETITPRL-3 B Z VAV BOE
EDIDICEERRZ BV two-hybrid &R F LG @LGE S 7 B L 3 —KRTBEK
BT T\ 58, SEEHES. “RTBEABICL 0T A —LBHETS 2 L
LD, PRL-BICE VY B &N 2882 7 RE UTKRIS ZRET S5 Z LTI
L, ¥£72, RETRICEI ARBERT, BAR PRL-3 LUBLTT74+ X7 7 ¥ —EEH
KA A VEER PRL-3 DF I KRTS & OBAVWRE TH T, ZHIZKRTS B PRL-3 DX
BThb VIR B BNTBLOTH S, PRI-3MEF LBV KRS U vk~
NORMTIE, BREMORMIC L0 KRTS & U L 7R5 $73 R S431 TO J V@KL ~AD
LREBDE—F, FrirBEOY VBV ASAVRERRA BN 2o T, TOBEIE
~BFui I A7 AP LTOMREFETH LI THHA, FF ezrin OF 1



PUBRER PRL-3 ICL OB VBLERAZ ENnD, PRI-S EFa L UERERUY D -

AVvEA=VBREOHEEBRY VBILTA IO TELE " EREMSZELTVE3ELI LR
%. Keratin IIFHMBET7 4 T AV MO E U THREBEZEEL TR, £OMK
W TOFEEIL kinase & ¥ phosphatase IZ & W EH S TW5, SEOKER LY, PRL-3 1T
KRTS DY VEBME LA ORI LN L THRMET 4 7 2 ORI LR CES DRER (L
&, BHEOES - BEOREICEE LT\ TEMEN R S i,

AR, ZRTEESKKSEZRW -7 — AT T, PRL-3 KL OB BT 5
BRZ R BOREERRS, TERBLENTRMoERNZ V7B E L CHRNREE
74T A b keratin 8 (KRTS) ZRIE L. N OEBMIZIIT 3 PRL-3 ORBZELAICL
£ ¢TAHETHY, BERBRPELELOL L THEHIERMTHE LR, Lo
T, AHREIIEL (BEF) ORUE2ELIBRIBHILBD S,



