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WTERR R OMEEE (J530) : We examined the expression of cell adhesion molecules and mesenchymal
markers to clarify a loss of cell polarity in PCK rat, an ARPKD model with a mutation in the orthologue
of human PKHDI. E-cadherin and P-catenin expression levels in cystic tubule was attenuated and
localized to lateral cell-cell contacts according to cyst enlargement in PCK rats. Some epithelial cells in
large cysts derived from these segments of nephron, especially in adjacent fibrotic area, showed positive
immunoreactivity of vimentin and fibronectin. Vimentin and fibronectin positive cells are increased in

fibrotic area around cyst. In conclusions, these findings suggested that EMT is involved in

pathophysiology of PKD.
AT TERR
(CAHHAL - 1)
ELTEE A F2 7 2L A &t
200 8% 1, 500, 000 450, 000 1, 950, 000
200 9% 800, 000 240, 000 1, 040, 000
201 0% 900, 000 270, 000 1, 170, 000
R
R
o Fh 3, 200, 000 960, 000 4, 160, 000

TR /NI Ml =7
B E O3 E - M H - NERERIRES: - /NEE
F—U— R HRMEFERE BEMERRE LEHEERT PK Ty b MER~—I—



1. WRZEBRAR YWD &

%I FENE (polyeystic kidney disease
PKD) 1%, B ORIEM: 2 fE D72 WOV E A
BRE L & R & 3 D BIERBOO L ST
oD, WHEHREIERER (ADPKD) & F YL
KB PSR (ARPKD) 238 0 . FIE DRI I
#0 &2 TR 2 IR B IR O FR K 40T
b EHRIND,

FRICHaBEE S 3+ CHDHE- R~Y & B
BT = OBEITE A RANE LB o it

PEEFETLRBOE B THLZ Lhb,

E-# F~U V3 flifafE o a2 9> LT/ a %
R L, MENICERYAENRDZE (= R
PA b= R) ORFER, BRPRIZESES L
TWVLD TR E W IRHD S &R L
HE LT,

2. WZEDRM

AWFIED BHIE, & b ARPKD O JF K& T
CHIRBEFERICE D RIET S SD ZfED
HARFIE PKD E7 L Th D PCK 7 v MBS
% BT RAET 2 B 50T B 72012, R
PRABAE b B MR 35 F 2 Mk o K an o K R A
AT 52 L Th D,

3. WDk
FPOAEKLIAL 1@, 38, 108, 148,
4 ADOPK 7y FBIORSOSD 7 v ~ (Gt
M) £ 5ILT o006, BB LUK
HAATUN, —HB-80 B CHUfSIR1E LT, E-
RNV UBIO, BT =rOMMaNREL
Z RN OFE % I TR Tk
WX VIEGE LTz, F RGO R E I
IZ PHA-E L 7 F >, Tamm-Horsfall protein,

CalbindinD 28k, aquapolin 2 %%~ —h—

& LTV, PR SRS JLAD IR L 72,
F7z, MEEHR~—H—& L TN-cadherin,

Vimentin, Fibronectin, «-SMA DIEEL% %

IR 700 SR AR AL AR SR IS RS R L7,

4. WFIERR

SD 7 v b (IEFEXH) (2812 E-J1 R~
Y OFBULIALIRME TH 72| FrIC BRI
SED~ L =T BEREIZRB W THN -
7zo PCK 7 v MTIIT DI AEALIE E-7
RAU v OFBOBNERNL THE TH > 7,
BAT =V ORBULE-T F~Y  E[EEETH
Sl, FTARIEDOGDOARIE & 72 2 Fitk o
KINAS PCK 7 > MZBWTHHFET D &%,
Pt Na'-K'-ATPase &/ 7 v —F LRz Hv
T, GBI FRFIRIC R Bt L,
BT RN OE K MBEICE W
Na'-K'-ATPase (a — subunit) ®FEBLILXFR O &
A MRPED R DRIR ST,

N-cadherin [ZIEH TIERBN 2 VVEALIZES
WTC, BRIOEEK « HKIZHE de novo D%
HpHroivle, MER~—H—3E8REL0
ERRME(L 3B & 23T 72 2 10 ELARE T FERa M
R T oz, MER~Y— I —D
R BT RFICHRMEIL O BR O FEIR O |- B2 Ml T
No Tz,

FEN M b RIS T IR EE R O TE RIS RIS
WME DI AHESIT L, MEEROBE 2 15 L
TH Y. PKD OJFREIZ EMT 235 LT\5 &
Ezohd,

PCK 7 > MZHIF 5 EMT OBIH-238 & Hic
ol A% E BITEOHEHIGER Z MY L.
i RERF SRAVIG IRIE DB IZ R 35 2 & 3 )
Ihd,



5. FRIFEEIRLE

(WHFEREH . WHFE0HRE K O SR 12

=Y

1.

(desEam ) (FE11F)
L.

Togawa H, Nakanishi K, Mukaiyama H,
Hama T, Shima Y, Sako M, Miyajima M,
Nozu K, Nishii K, Nagao S, Takahashi
H, Iijima K, Yoshikawa N.
Epithelial-to—mesenchymal transition
in cyst-lining epithelial cells in an
orthologous PCK rat model of
autosomal-recessive polycystic
kidney disease. Am J Physiol Renal
Physiol. #FiA Y, 2011

Feb;300(2) :F511-20.

(%) GH8iF)

Togawa H, Nakanishi K, Mukaiyama H,
Hama T, Shima Y, Miyajima M, Nozu K,
Takahashi H, Nagao S, Iijima K,
Yoshikawa N.
Epithelial-to-Mesenchymal Transition
(EMT) in cpk Mouse, a Model of ARPKD.
(43" Annual Meeting of the American
Society of Nephrology, Nov. 18-Nov. 21,

2010 in Denver, USA).

PN, FlgE—, BXF, ELE
DA, mLELE, EUBIER, EPEEK,
HHEOKE, RRABSE, e, &
JIFEE « Y o IR 5 P 2 38 P 98 i
(ARPKD) &7 /L cpk ~ 7 Z DJRANE [z
MR Z 31T % ERZHIERAT (ENT) . 5 44
[EIE R NVINSTON = - TSRS R (i S
(2010.7.1-2  KFR)

FINFEA, HlEE—, B, EHE
DI, AL, EUSIERE, PFEETOR,
HEKH, REGEBE, W, &
JITEE : & ~ ARPKD & MHIRIEIS A R %
A% PCK rat [Z81 5 ERZHHERAT.
9 53 [\l AR R RS
(2010.6. 16-18  Hfi =)
Togawa H, Nakanishi K, Shima Y, Sako
M, Miyajima M, Nozu K, Iijima K,
Yoshihara D, Nagao S, Yoshikawa N,
Snaill Is Involved in
Epithelial-to—Mesenchymal Transition
(EMT) in Cyst-Lining Epithelial. (42"
Annual Meeting of the American Society
of Nephrology, Oct.29-Nov.1, 2009 in
San Diego, USA)
PR, Tl —, BT, EhE
Fr, EWRIERE, PPHETEOR, SUEEK, &
JEKH, AR, &)I78% @ ARPKD
MEEEF T v PETVORME LR
MIZ R 1 5 E R RIZERAT (BMT) .
[EINERY PN Sl | R S S T
(2009. 6. 26-27  HUL)
FINEA, HuiE—, BT, EEEd
B, EWGIERE, W%, REAGE
FRRATE, &)IEA - & N ARPKD A A
BF7 vy METIVITET 2 RME AL
FrREEIIZRK. % 52 Ial A KRBT
Fhriez (2009.6.3-5 k)
Togawa H, Nakanishi K, Obana M, Shima
Y, Miyajima M, Nozu K, Iijima K, Nishi
K, Nagao S, Takahashi H, Yoshikawa N:
Epithelial-to-Mesenchymal Transition
in Cyst-Lining Epithelial Cells in PCK

Rat. J Am Soc Nephrol 19: 362A, 2008



(41" Annual Meeting of the American
Society of Nephrology, Nov.6-Nov.9,
2008 in Philadelphia, USA)

8.  FIREAF, s —, EhEwhn, B
KR, B, BIBIERE, W%, R
REGES, WA, HII% 250
I fo B (PKD) o T M2 B AR IC 1
E-cadherin/ B —catenin OHEFEDSEE 54
D #5438l AN R s AR
2 (2008.6.13-14  fa@lid)

6. WFZCAHA

(1) BFFEAR I

I E - (TOGAWA HIROKO)
FRRILRSTER R - B - Bha
WS 304450093




