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Mechanism of cystic bile duct dilatation in relation to biliary infection
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K 4 PCK 5v hBELRICH|ITS VEGF ORIRTHE

FEZY @EEKRLTPCK Ty bk (b) TIEIBE ERMIZICE TS VEGF DREEMNTEL TW D,
KED: EEZ v NO/NEBPEE, 1 VEGF iiAERAWcRERE (DAB [T X DHE)

A TH 203 (K 3a, £HI), PCK 7 v b OPHEFFHIZIZZ <
DEMIME D 545 (K 3b), = D MHAE e BB
X PCK 7 v F Ol L & bICZOBDIIML, HOMHE
ROFLEDTRATRIIC X D S B I N 5,

3. MEHEE VEGF

PCK 7 v b OB M & 5 97 4 % i 3 2 il B g
[K-C&% % vascular endothelial growth factor (VEGF) % i@ %
ICHBL T3 (K 4), 2D PCK 7 v FTH VEGF Difh
FFE B FAPH BN & R, JHE R DR AL -
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VEGF 23 P o B A4 2 e 3 2 i sl s s, 1
EHIIEICE T 5 VEGF O@FIFEBIE A 1 ViR TH MG S
nTEH, 512, A VIRHOHE LTI VEGF L& 7
% —(VEGFR-1, 2) DFEBGUEL T3, £7z, HY
ffREE S T8 P #ENE R (autosomal dominant PKD @ ADPKD)
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VEGF & £ % 2 L SN T 319,

Invitro T%, PCK 7 v b OREHEMIIIER 7 v b
LML C VEGF Z BB EBIL T\ 5, 7, MEHE
%Z e} 9 % basic fibroblast growth factor (bFGF) » PCK
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BRI 77 sERECREER 2RO 2 2 03 % (K 2,
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(Corynebacterium, Enterococcus faecalis) X2 77 I L
(Pasteurella pneumotropica) DS S 1219,
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IS E Y D38 EOERNITIR A L 7B, Toll FRZZA
(Toll-like receptor : TLR) 23 % DRERLSY % RN GG L
HARUINE 2 BT 2 MllE SR BE L 72 b D & LT,
TLR2 37 7 LB EE oMl I & 2 ) REHE,
TLR4 (377 L2 O MIEEER 73 C & % U A % B (lipo-
polysaccharide : LPS) %% &% Z N Z k9 %5, PCK 7 v +
DHE 1 BZAfEI: TLR2, TLR4 ZFEBIL T\ 5,
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505, 2 ORHED 6 g EEALAENOME G DB G- 2R 1R
INs,

PCK 7 v I HEHIEIX VEGF %2 SFBLL TWw %23, LPS
ZAFH ¥ % & X 512 VEGF OFBINIUET 5, RIEMY
A b4 A TH % tumor necrosis factor—a (TNF-a) H LPS
ISk HEHCoRBIFEES NS,

PCK 7 v O EHEMIEIC LPS 2/FH S ¥ % &
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AEERRICHR T % LPS [FIEE FRHMIIC R T % Toll HREAM(TLRY) I £ DER# S h, IBEMIET VEGF ORERHITTET
%o AMS Nz VEGF [FIEEMRICK U THliRBIEZ (BET 2FF & U TIEMI %, —7, VEGF FIEEREOMEREZR
U, REMEDORENBEMROBIEE S 5 ICRESE, BEIRRMEERT . JOBREICIE, PISK-Akt &2 L\ id INK/SAPK

ENUIHERAY 7 FIVRERNES T %,

nuclear factor (NF) -xB Difith{t, BEA~NOBIT249 %,
Z D LPS IZ X %5 NF-kB DA DE1TIE NF-«B FHE
Td % isohelenin (T & O il S 41 % %3, isohelenin ¥ PCK
7 v MHEMIICE T B LPS IC & 3 VEGF OFBIFE%
L 22w, L7235 T, LPS I & 3 VEGF OFFEIZE 1)
% NF-kB OG- 13EWEEZ 65,

LPS !& PCK 7 v I HEMINEIT Akt & INK/SAPK D)
vtz EiES %, PI3K BHEHE (LY294002) & INK FHEZE
(JNK inhibitor- I, =11 ) 1% LPS IZ & % VEGF D&% H&
W 3 2 & 525, PI3K-Akt & INK/SAPK % 4 L 7=l
N> 7 F VREDS VEGE DR IcB5 L Tw3 L Bb
N5, LL, LPS 23 DiniERz /L CIEEEINIC VEGF
ZHEELT0 L0 L) DIEAHETH b, TNF-o DEEE
ExRMNMLTZRINIC VEGF #2758 L T A AREE D & %,

PCK 7 v FHEMINIZ TLR4 & & HIZ VEGF L & 7
Y —%FEB L T\ 3%, LPS & VEGF iZ\W§id PCK
Z v MIHE RIS LRI E T S 5 E A L
T3, ZOMIEEIEIGERDI R I, VEGF siRNA % VEGFR
Fur ¥ F—LHERE(SU614) I X > THREICIHE X
N3, LPS FRDNBE MG ORI 2 EHEAOE T 250 & 9
EAHTH 228, LPS I X 2 IHAE MO B E R F o A
< ED—HBld LPS 12 X D EFE S 45 VEGF DIEIC X
25DEF25,
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PCK 7 v MHEMIE DR L ld W IRED VEGF %
HGATVS, ZOREE REL 7 v PRGN MR K
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I 61z, MENEMIEOMEE X O tube formation assay T

HE U 72 & W EZ M@ branching &, PCK 7 » b JHE
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FHOMEF KRG L Tw3 EEZI 65,
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JEE R 1 B L 7 FF NS O BRIRIRIR D X Hh = A W %
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SAPK % /i L 72 MifdN s> 7 F WRER DG L T\w5, Z
DXz, HEEREIZ PCK 7 b, 20 VEOETED
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PCK 7 v b Z 72 HZafs 0 6 1%, IEEGEDIGHE >
$i VEGF k237 1 Vi o [HEILR O B O PRI H %)
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