Pathogenesis of Caroli's disease and congenital
hepatic fibrosis-Current knowledge obtained from
an ortheologous PCK rat model
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Pathogenesis of Caroli’s disease and congenital hepatic fibrosis - Current knowledge obtained
from an orthologous PCK rat model
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v b ORI TR E B Olaminin® F L FIZ 5
TV, type IV collagen(d 5 I & # D FE BT
BB END,

Hifast< SV v 7 A5MICBE L2245 F & LT, PCK
7 v FEFFEHE Y T (dtissue type plasminogen activator
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fMlshas, LELYWPCKT v FEEMI IZtPAL

6. PCK7 v b @B ILECIE T Olaminin 38 8% T
EHZy b (GF) EHELT, PCKT v FOdiiRIBEFM (.
1) TIEEFILER TOlaminin® WAL TF L Twh, %It
HEFFMEE. Laminin i e ta,



plasminogen % #5 |Z5¢ 3 L, plasminzsH e S & 45
W, MEEH L35 & THMIBE AR L3 kg
HorLEZEND (M3). £/, 2YICEENIZEEN
WSEE L7 E, LM, HRMRE~EER LS
WINREEICH S Z L bl s G,

FHFHM EORER

Carolidfi/CHF @ JfF /N 3% % 4310 3~ % a7 14 32 12 B
WiEAN S LD, WKL ZHAHEYERE I 2 connective
tissue growth factor (CTGF) % heparan sulfate
proteoglycan (HSPG) #¥ M & 12454 L TWw a1, —fi
T C O 3 % 7z collagen i A I (& i HEALIF 2L M ©
SN, TAINAMFEL ETIRRIERETHFETNIC
a-SMARPE & R L2l 2 8GR0 5. —7,
PCKF v b TIRRIFETMIZBIT 5 I EMoik Lot
RIZZL <, 2O LoffriEo 4 VAL E
OERVENITFERE GABMICRRL I LTSNS,

BRZEVC £ 12, PCKT v b OFFPINEE 2 (L@ O
Ji bR A6 2 ARSI (cuboidal-shaped cholangiocyte,
P, CHRIBE L m&FR) \SNZ T, $hiRE~ T4
oy IR A & 4 A B4 (flat-shaped cholangiocyte,
P, FEIBE) 5RA L THET 5 (7). CHRIHEE
AT R L, €ORMIC LI LITJEfIaEE
PES. —)5, FRIBAIZIEE A LIREZREY, 20
JEN B | s Ao i ML 2 4 > T B, Carolidi/CHFIZIH
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N DORFRAEACIZ ISR Z I 5 2 & Th HF2EE 3
HTEZ)THs, BELREROWHIZEL T, FED

— DDl ]:‘_J.I’]/?tf‘ﬂzl'_‘;‘i‘ AIETTIE A L, Bl o

e et v‘ﬂ‘

& A, ‘
: 3
% " ‘:"‘"
- @
sk
. ary B
- A - X
Non-treated & Gefitinib b

[#9. PCKZ » Mk BEGFRF 1T 3 » F F — H[15EH] (gefitinib)
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