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sor genelXAEF 1 TI84#. FEH 2 TO M, ERI3 T
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RRERT.
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HaciiF AFEFRMOITE TODNA damage re-
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WJHEF) 1 TI9M. FEH 2 T 18, R 3 T20M. i
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BOLh T,
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3. BAMFITORBEESRCLONE. BICBTS
BIEFREROZEI

Mbait AP TORAFERLOFE LR
tumor suppressor geneMFEHIZ DV TRT, tumor
suppressor geneDEB A AFILIMLOIFE L &
THBLTLEIZIETLTWEZ L 20D, &
LA OFFE L i BV Ttumor suppressor
genel WP L A-RB S - 2R LTz

[5hid & U5 T OMEFEILOFR L BT
proto-oncogene PFEMRIZ DV TR T, proto-on-
cogene b tumor suppressor gene & [ O[] % 7R
L. OFESNONFRLETHEE LR S —
sl

K5cid & TCOKARFELBLOFELETD
DNA damage repair gene®FEHIZDWTRT,
DNA damage repair gene % proto-oncogene. tumor
suppressor gene & FOBINER L. HAFEE
WORFE LB TR LARESN Y — 2R 1
726

AP CHAATERMONREL B TRIGEL
TwhARETEEE AT (K2). BEAFERLD
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tumor sup- proto-  DNA damage
pressor gene  oncogene  repair gene
{3318) (10018} (3718
o fE 19/33 43,100 24/37
HfLOMHE  (576%) (43.0%) (64.9%}
S5 1833 46,100 19/37
(54.5%) (46.0%) (51.4%)
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#3. WMEHH BOFEBEORRLETHEL TR
RuUEL TWABET

met protc-oncogene ;
hepatocyte growth factor receptor
{HGF receptor : HGFR)

erbB proto-oncogene ;
epidermal growth factor receptor
{EGF receptor ; EGFR)

RET proto-oncogene »
papillary thyroid carcinoma-encoded protein

£ ¥

DNAarray (< & % BIZFH#H7 1219954 OSchera'?
HOWE LR BELADRTHEHIPID DNA-
array CIIRBN 2 BEZTHTHFMEETH D, %
ERHERETORE LI VEBRBOCEILL X
NTENIV D, S5 2 9 = 8 OFFFRICIERER
ZRIE T AT LECTH Y, DNAarrayid S b T
BARLEFETH L,

OROIIIRERRFOEHE LT, FFREREIICE
HEBUREDTH, —FBRILEBRLZEPFELIRSH
DNAIZfB# % 5-Z. tumor suppressor gene. proto-
oncogene. DNA damage repair genedSRE» B>
L. #RELTHEPRETD LI EHE T
C DEBES R & L Ttumor suppressor gene®ZH
DT, proto-oncogene B HELE FHL T
2o L L. Db o FRICK U CRATFELME
DHFFEIZB Vv CTrtumor suppressor gene, proto-
oncogeneDIAHH R EROTHEL O THED
RIS AFESORECHEROREICE DL &
ilifa O3 % WY A R/ IA T ORBANLHE b
7zo TAREZEL, EHEELTEY., ChoFREE
FFICREREEEH A TOD ZEHHEN ST,

I EHMTIRENFRtumor suppressor
gene. proto-oncogene. DNA damage repair gene
PREATFERNONE L EThE L EEFORB
L, BRETE2RL, BULARH Yy —L %3
BHize ZOBREBHOFERUOHEIBRIZS LD
THWIRETH D, BAEREIHRREETHL L
AN - (I AN

FASGIEIC BT 2 BnFRRONEORERT

bbb P i+ 2DNAarray# BZ %> T
WAL BREPROTE ., &XaRER+Ts
DNAarray E KB L TREHEOV L VBRI TOER
ALILIZLHEMENETHS, L L. DNA-
array 2 T L 2 -85 9 BRT-PCRIC CTHERR
TELLDHN0%ETHMESH Y. insitu hybrid-
ization, SEFEHEIZ L L HBNTORETORED

BALBEEEZ TS, SOIIHLEMNE SR
L. DNAarrayZ {19 % £ £ $ 12, Laser Capture
MicrodissectioniiZ & Y B LR ODNA % HRE
L. tumor suppressor gene® R4, L RO %
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FEhroDERPHESIN,
BEFRECOVWTIR, 4EIdps3& AR S
DRDHI DR T o 12d5, ARG - FEHE
FETEZOWELHEZRR L, pb3BMETERI
BLTiE, MEMIEVIERVWEEZ bR,

-84 —



RO PR L RS SR DI %
2L FEPRET O R

&SI

BRI LPERRE 2 (PSC) ERAHORED
WAL A LHERT, HORERNERELMEEL
TVWBEEZLNTWA, LaRussodBlizkig! |2
LB L, ZOBMNIIRRA - ML - B
21 - MRESI9IZ % S B dinon-specific: & & %
CLD | BB o 2 JBE ST R A%gold-
standard& SR T 51, SEWBE SR T SR
WZEHT 2D HONR, EOEIERIIT0% L #iE
ShTwah?, —J. BAFEAY L LT, HER
. BHEzERCBERFHMOBE. HER.
AIDSY & Fh T3,

PSCICEBITHIEERETR LI OL I 5 h, £
DIRFEOREEIT L Y FFAREIE TH 5 Mz, FFFHHE
FXI»SNICHEENDY, SHOPRBEES
ERAERT S 2 LI Y T & Hbeaded appearance
R s 72 BEA T & B diverticulum-like outpouch-
ing’PSCORMM L BERITR L EZ Shal Y,

HABOIIPSCOBARE TIEH 54, HETIH
4 BIDPSCHOINE R E L - IFAM LA FER L
TBY., Bt MAHET 5,

¥ &,

197547 5 20004F ¥ TORICHE TRER L 7- T
HMOREIRIS3FITH D, F055 440 (2.6%) »
PSCHDIPEREE L Tize 2B, £HI19974E L,
BEOREHTH B,

BHEAFXFR RERH AR
HRBHE — EX
HEFFRE LB EH, #E T

E1. PSCIchl 518 HBOSE

Type of duct
involvement/
classification

Cholangiographic abnormalities

Intrahepatic
I Multiple strictures; normal caliber of bile ducts
or minimal dilatation
I Multiple strictures; saccular dilatations, de-
creased arborization
Il Only central branches filled despite adequate
filling pressure; severe pruning

Extrahepatic
I Slight irregularities of duct contour; no steno-
sis
I Segmental stenosis or stenoses
I Stenosis of almost entire length of duct
IV Extremely irregular margin; diverticulum-like
outpouchings

(Majoie CBLM, et al. AJR 157,1991)

# R

FHIIB~T2ZE T, TH6L3%, &MBETH-
foo EFFIIRHHL B FFHREEREA 1 H. HED
2HITH-7 FAREEIZRO-/b ok 28,
PR IGHRE (CPSCHPT AR L 22 b i3 1 441,
PSCLEZM S tRIZHMEREEH Lzb ik
BITH -7z IBEHRT, FFWEFA L O IZPSCHEAT B
2ROHLDE 2P, FHROAR, FFHDAIPSCR
FREROLLDRIENENR 1B TH -7 2. RFEME
BREDEMIE 1 H GEBEABR) T3l
(£2)

HRL BRI IR E S (PTCS) 2453
4k 2 BT Lze 4 Bl ME,. £PicBw T
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RFER( B E N OBERE 2 U L FFPHSa O

F2. ERORE (1)

Time of diagnosis  Presence

Case Age Sex  Primary symptom IHS and PSC of IBD
1 71 M Fever Synchronous -
2 72 M Liver dysfunction IHS—PSC (1yr) -
3 67 M Jaundice Synchronous -
4 35 M Jaundice PSC—IHS (4yrs) +

BEHRCUNLECANLT I LATHY, MELGTLA
L BIEEICEELTWARZ L THD, TNLOF
EIZHEEOCYNE v H LY AT ORMT
HaH. KEGTHEEL LRMBFEOLE,. BIUR
HIFA ORISR KEC B o T

BT T, YUABICIHFNEOHRMIZEO TV
Vo LAl RAMEAFEAO#EITE 1B, ke
BEZ1HFICED TV S,

fiE Bl

SEFI 1. BERE ERICHEL S35, RGO
fiE, RIBEHAEDZKOT. PTCSTWAMN % K
FLAMRERO T Y kO — A d 00T YHE~F
&, METOREFHTIX., FAREC
divertiulum-like outpouching% 2% (Hla). M
PG O BT KIRIB SR I T TR &
EHICEO LRMREOWIES B, FRFARE
LIZPSCOFTR L E L b/, LT (B6).
L% L (B7), ARRER Blr) EOZRD
7= (Fib) 72%, PTICSTWAMZITo70 97 R
BlIRERFRE L F—Y (PTBD) A7—7F
HEL, DBEFNEIOREREED TRy, L
AL, BEREOMMmz#EL, BRI Fo—
NHHEEE R D2, HIHEREENLERL
DoHLELDEEI LN,

FEF 2 12, 1ERNCUEREChHAI LB (BS) OfF
PEF & BIREH AN L. PTCSTYI A2 1T
L7l cdh b (H2a,b). 6 #H#HIZ, PTBDA
F—F N EiRE LA, RAHERERE B L2
728, BEXRBELYT) E. FRIEE, KIS 2E

Wbl BRI AR B (2e,d) 25 A
HAEIEbL L d o, BEEE L, PSCOFTREE
Zohi, FORBEE THABREALONR VD
DO, HEEREEIED LMD,

fER 3 ik, BIERTHEER - SBREHHEDTD,
JiE - TF 22— 7THEAZITo 7245, WROMBEEY
TSRO0, YEE~HEHhshl, &
ARERE. AAWERRE (Bio). AIFEHREICER
Wiz (M3a). WhkAEHELEETH L. GEHE
EHOBRE, KBRS OpE L 20 Lkl
NE ok 2 2 (K3b), PSCOFREEZ /2. 6
ARBBIITFa-7%EEL, TOEBAOHRL
BHTVRN,

FEHT 413, AEMICEEDOLOMETHEEL., B
IR DB R PR R & ROPSC LB Sk
(F4a)s % SICKBORES HBEERERBE LD fal
Khiz, SHEFECT. MERESESZE LPTBD
RRET LR - RER2 Y Pu—LATRROL
HYHE~BA SN, BEER CRIEER RS
AT TRA %280 (R4b). PTCSTEIEHR
% WAT L7ze £OBE. FAHHEE IZdivertiulum-like
outpouching% i8& 7z, PTCSTHAHITEHE b Bif
L BRE L7, 6 A BRIIPTCDAT— T VEHR
ZL. UEBHOBRZROTwRV,

Z %

PSCid AR OIEE DR IR 2 2 4 U 21814
KEBRBTH D, bIETIERCRIZIL~PSCOR
Bz iEu L sh, BEUMRBEOGHD 6
GHE BV DD E SN TELST, Lo L%, P



FRRMRE( AT HR DIBE R Z 2 L LS R O%E

1. BEER& (EF 1) I HAREC diverticulum-like outpouching #2$H 2 (M 1a) & & 42, FERIRE D58
TEEE B6. B7. Blrit#Eic L 2858w b7 (K1),

B2, WBEER&K GEMI2) ! 180 BSOITMEE (B2a) & BIBGEEEF (" 2b) 128 LT PTCS FEIGR % Hiff L
2o B OHRIE RARAHFE oD RB T &, EREICEBICRAEETHA (1 20d),
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B3, BEEEE& GEF3) A YAFS. Bl GIFERICED (B3, PAREEEEZT) &, AREEK

R (B 3b)

4. IEEERE GEM4) 4 FENICHFAMBSOEHEAREL ) PSC LB s Nl (Rda)e SRBEELET) &,
BINEERR P S AT AT TEROBa TR (H4b),

PSERATHRE SR (ERC) ORI, PSC
FHM s NS EAIIEMLTETYS, TR
W, BWFEED FHEEREEYAERTLIOL
o TETWA, EEMEEEICLLIBERTI,

EHOPARIE EHHAERT 5 LK YRS
N IEEAEEE (beaded appearance), FEHIZHW
SIS H T d A RIE% (band-like stricture) . &H
L -8 E{L (deverticwlum-like outpouchings)

7 OB RAPSCI BV TR ERNS
b‘1.5,8)0

B Do TRZAMMILERE LT TET S
ZEDBPETHY, LaRussoDBRiEHE T IBER
A, BEEE CRERFHOBLE, B8, AIDS
PBRAEE L HIFTWE, LA L. PSCORIZILIE
RO FESREEOOETICEbo TS b0
TR T Bo Kaw b &, IBEHBIEIPSCOI76%
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#3. EAOBRR (2)

Case 1 3 4
Time of
! . Synchronous IHS—PSC Synchronous PSC—IHS
Diagnosis
%% ! j’f{/!
- N & - ) &0 _
Locations lﬁ?ﬁﬁhméﬁii %;§§§£,;g;;g;
AT ST
of Stones U Vi l mé
l‘/,f; /5/.? | )1?\?
Location IHDand EHD  IHDandEHD  IHD onl EHD only
of PSC y

IZHOLNAEZETHY, BERAOFELELTT
PSCEBEF T RETHRVWE TR, HASHEILE
OISR, A, ®E, EERL Vo E
R ETHEPPEBICLZ VBT, T
ARAGHICLERLTEY., ZOAHEE82%T
BHolso AHTHLIEEHL 2 AH L APSCHHEH
BRAINB L HZH 0, BOOFERMIZRIEE
MDD 2O BRREAD L FYY Thol. W
LLBERAEOEHEPSCO—RIERE LTIRAT
AV

HETIE, PSCHROMEER % 8 L] £ 206#
BLTBD, 2O 46 (138%) (CHNEEAD
AL Tz, FREIZEOh -0 26, FF
ST G ICPSCHFT RASESE L 22 b it 1 1.
PSCL @i sh-BIcFAMAZ AL b D3
PITH 7z, D L IEPSCHTRMRE LD
DL TR, FOHBIN %L S HPSC E R
L7

B AL LaRussoD BT B B4 E B 124
T A, PSCIZBT 2 RN A A HFomeTizizL
AERIN TR, 80N ABRIZBTS

IHD: intrahepatic duct, EHD: extrahepatic duct

PSCHRAT RIZ oW TORE b A LN LV OFBIRT
Hh, SHEPSCOHEMICH . 0L 9 Zmplohs
mAFRsh, EHLTRELETTOLZLT, £
NENOREBIN AR LAY Oh DL E
ATWh,

w @

PR EEER O T, PSCROMMEGRE L L7
PlaiEig 7. MESAOHFEELZTTLTLHPSC
THEATHILIETEY, MEL A LERMCo
EELLREAVLELEL S,
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1) LaRusso NF, Wiesner RH, Ludwig J, et al: Primary
sclerosing cholangitis. N Engl J Med 310: §99-
903, 1984

2} Herzberg JH, Petersen JM, Boyer JL: Improverd
survival with primary sclerosing cholangitis. A re-
view of clinicopathologic features and compari-
son of symptomatic and asymptomatic patients.
Gastroenterology 92: 1869-1875, 1987



RREMTE ISR OBERE £ U I FRETE 0%

3) Lee YM, Kaplan MM: Primary sclerosing cholan- 8)

gitis. N Engl J Med 332: 924-933, 1995

4) Roulot D, Valla D, Brun-Vezinet F, ¢t al: Cholangi- 9)

tis in the acquired immunodeficiency syndrome:

report of two cases and review of the literature.

Gut 28: 1653-1660, 1987

h) Majoie CBLM, Reeders JWAJ, Sanders JB, et al:

10)

Primary sclerosing cholangitis: a modified classi-

fication of cholangiographic findings. AJR 157:

495-497, 1991

11)

6) K&, AN @ FEEELERYE A—RED

Bym—. JEEHE 17:793-798, 1996

12)

7y REED, REE—, E4RET  HEERCEN

WROHEE, MEE 17 799-804, 1996

JOFIR, FEREE, AT — 10 EEELE
S ROZH, HEE 17: 823-827, 1996

Kaw M, Silverman WB, Rabinovitz M, et al: Bil-
iary tract ealculi in primary sclerosing cholangi-
tis. AJG 90: 72-75, 1995

il fg, ERESS, BEEEORRE, f: dFhiREE
RIS o TR B T EBIRE RO
1. AHEZBE 16: 979-983, 1995

EEFIEHE, WAET, fRWEM, M JRE - HEE
AEALEREBEARREREEbIS 1A,
FE B 20: 1049-1053, 1999

Wk —, e, KARA, 1 FASGEY
AL -ERMELAERE R Ebh s 16, JAL
B 16: 1067-1072, 1995



Je K PEREBEIRAE (AP L - IR 4
—7 Vr— bFREIC L SIFNELGORERR—

U BHIZ

WA DAPEIBT B EBHIFRSAED RS LE
LLBALTwEEwbREY, a4, kXK
FREILIRAE (MLFAE) ORBEMEICBVTIZHA
FEOBEASEMLTETHEY, Lil, £<
DIE T KFERED EINBINE COBETH b,
B A% & o 72 e RGN S W RE R IC B0 5
RAORERIRIITRETH - 720 —H, BRI ER
HRIEIZ BT B REHE DO AREOFERIZ O
TRAPRFE LE AT, WRSBEERELT:
EPRARENEORETICERE L Bbh %
BREFFELTBY. ZOEREHFHNIREREH
HBOMNEAREDORRNTH LA W E 2
NP, LaL, WARGREORRIINT 21t
DMAEORE L, MEHRBICES REBEYEE
OB | ITNBEOE (B TOIV-AR) Y,
AR L T AR RBRE VY &L
Thh, Hi—LREREohiv, F27, —#&
TR TORRENLENRE - WIS SHEFE
PIDBERRRET 7 — MII O REL, KKMIBE
BYRIE &M A IFRE TG ORERE NSRS
HORKREHEL S

BMEARAER IEHE
ELEEBAFAFR RERHARD
WRGHE wH AR
HEHRE S8, e E—
=F B

D B -

HHBAER ARG E RSN (HE—48
DR BRI ERR (R4 B P2 74 #17000
ff ERIR3IHERY - SRR 5 hiak - LkE L 4 fEak -
BRI 1) 127 7 — &7, ARICEM
FFAAR A B K & o RIENBBYHOE TP E A
L7zo S RVENMEILRIE (PSS A & &0k L 7R B
CELTRERCALVTEL Y MNPy EEEZHEL
2o INHOFREHERE (BEBRERFRNE
W) EHBLARI L,

m R

Ty — bPRETIE. #EI0FEMICIFRER
1416), FERBEIREPRAE X 155G AEET Sz,
KN EHLFRIE O FRREF 513345 25158 LU T /)N
RBEITRA (781%) PHRABITH 720 —H. H
BR145F D R EILRI I BV T A 145
D& T/HRFIN03% % b Tz,

T ¥ — MRECHEKMHEIRE SRR %
LT ERZ I (PR E B 07.8%, R
HILEPIRIED71%) Tho7 (H1). 1 HHIHF
M & AR EIRESFEFIZER STV
A FRDI0BIZHEE BRI ISR A L Lz,

—9] —



HEXRMEERREICSHULHASE —7 27— MIBECKIFREEORERE—

7.1%

15545

77— hRAE

1. £FHEEEEEE B 2 FABRREEE

%

PLARMEE LR A 31034 (2 —-26%F) THFAIHK
BEAEELTEY (H2), 2AFYIVE VA
Thot, BREITIIISFI2H (86%) (2N
REDFE LIz, 1200 bMRICHAEAI AL
THO., METFHessE (1-134F) THRADVRERS
iz, TXTEIAME VA THoT,

WS
e
(%) 7
20
L J
- . .
10 - —%-1&35 >
—2- 6.8%
- % ;
0 : >
Foa— bEF  BXRNMRAH

2. FABEDRER, SHFRABRFERSASETO
#AR

7 A — MRBCBITARAEaRERICEB T
X, EEMEREIRE & AR ASFERICER ST
7= 1 Bl A EEIRE (B3) ORHEFIZERCP T
gehi il Hhil, T ORBRITFHTHEESN, BK
AR EWRIEN R ICEADORESALNIZ108D S

14545

BRNRIE

b, 3B TRPTCTH S % BB EHYGEb O A2
Mabh ([M3)., #0950 2 ITRERMEA
TGRSR AR S N BYO T HIIKEPTC
(D) *HBRMEFATYEHEREBIALNLT. &iA
SHBEOETREFHD LN (4, 5)0 &
@7 HOMEFRFEOMEELEE TR L L
25, SHICIRICEENEBLY SMRFATE &
ol OE, BT E T 2 FlTliretrospectivell
AT HIM PG 5B HRERAESN D 5 T LRl

® 3. 61 mEHF,
48 1B LT S R M R E YR L T AR E Y e & %
i¥7-, PTCD TIIHi#SOIBE AL L T
7ro BT BWAEL (RED) OMEIFHLHMT
Bole WHRHIZL HYHIRREIER SN/

., P



X4.

X5,

SEXMSEBEICSHUFABE 75— MIBICKPHRGEORERR

40 Rt
14 BRI AP E YRR % 20 -, 40 mBRiE S - 3
BEEL, WNEGEER S, PTCICX O E
P 2 A ETRzE % 3 7 (i), 2 DHEBITIE
BEFH IO - O ME TR o RS &R
jﬁmf‘ﬁ)’)f:o

43 R AMH,
SUEDEFIZIFFMBE B & 2 A P S % 4 1
FFA#E (B3 SRR EH7:, PTC T B3 H&I
BRpA LNz, NEIFHIZEREO 2O E F i
FEDORBIEAETH - 720

T&7, HWREE,REOEREN 1HITIE. %K
TEIRAE OFFH T D 2 FIRPE2H T Tl B CRESE s
i (6. 94%bb. FNKAPREEL11H

®6. a) 11 EXRHAOFMAT R RITFEEHY SO
REROOLNY, F— T TRENDZHED L H I
FrE O TOIRINEENELATERGERICFN
FR22FEL. TOEMICEENEEL
b) 3RO HPEFRIF T LN ERCPOBEHE %
AT 5L, TCII OB TESHERIGER
DREREDHOLNIZON LS, FRRESTIR
IR BER A A & N WGBSR AE |12 FF N &
MEL 7,

EFIBWTIEERI S P OREIER L. £
oo ZOLBD D E 4 BIIFRBEOWED &R SR
ZWERMNGEILIRRE TH - 72,

HEBREA1200E 3 R THMEEILEE S £ REH
EILRIEC. BOREBEoRBETER (57)
LB (76) OREIFLELZ, Zhook
% % retrospective {ZHE L 724538, MEIFFAHIRE )
B D JHE B TIRBEAFEEEL T/,

— 93—



EXRMIBBIGREICEHUERREE 7 — MABEIC K DFAEAORERT

z B

SEOT >y — FREICL D, REREEERE
X 7 -8 % OBEETHARKONRET S Z LA
EENTz AR A RFHETFHI0E L ) REA
ARTRELTWAZ DL, HBRMIR 2N
HEARIELIIH R DETFRINL,

S RPNREIRIE & 0T 2 FFPRA X, I
BilcET o84 {, 3L A EBIMLRIBE
R L CTHEERRM 2T -BIIBEL TS
Erbh, HERRCHES S2»ORFIFAELRE
WG Lz e FRLNTHSL, LeLuds,
ISR R L - PR A RER B0 T, SH
B LN RSB HER O g L7
i, HABEOEELEREITZ OIRERDRK
BTHHLTEEINS, EROREL LTIIHA
A sereh % { A b, ZAULEREREIRE
T B EREOHAETH LMEEFEVEER
bz, 85612, BEEAITRERL Ty BER
B MEERE S FNSLO LERFERO—D
ERNIBIERHLLE oY, T2 SEOD
BT, FFRIRE QR & fE b W e R EEIEE IR
FED 4 BUFPREAEIE L TwzZ s, IFHHE
EOWRIBAREDERIZBLLLWVEZEZ LN
AP

BLE XD, SRR EHIRAE ARG #  IT PIAS
GREEFHT 51043, MEFHRFERREAMR
EHEE AT IR RETHILY b, WEY
PR R E WIS ITHLDRERE LHEREE:
i) EHRBETH L,

B

1) B4 B, AREME, AURA L FREEEOHR
LIEFNER. HEE 1998;19: 1015-1020

2) Ando H, Ito T, Kaneko K, et al: Intrahepatic bile
duct stenosis causing intrahepatic calculi formation
following excision of & choledochal cyst. J Am J Coll
Surg 1996; 183: 56-60

3) Uno K, Tsuchida Y, Kawarasaki H, et al: Develop-
ment of intrahepatic cholangitis long after primary
excision of choledochal cysts. J Am Coll Surg 1996;
183: 583-588

4) Todani T, Watanabe Y, Urushihara T, et al: Biliary
complications after excisional procedure for chole-
dochal cyst. J Pediatr Surg 1995; 30: 478-481

5) Chijiiwa K, Komura M, Kameoka N: Postoperative
follow-up of patients with type IVA choledochal cysts
after excision of extrahepatic cyst. J Am Coll Surg
1994 179: 641-645

6) Ando H, Kaneko K, lto F, et al: Operative treatment
of congenital stenoses of the intrahepatic bile ducts
in patients with choledochal cysts. Am J Surg 1997;
173: 491-494

— 94 .—



R R R
{HALR R B AR JEBE
A ESR &

VR 12
=t VAL A A



BEEERERR
HEEREBRER I
HFABAEI &

HEROE

FAREE—FX 1 2EEMSB 7075 A

V- 12 BB 1 RS R T 75 A

H B SERRIZHE11H27H (H) 10 00~17 40
3 FRAIEREARE SR F2hmaEs

- O
. BEERY

. HRBRE a8eE N HXK

- R FER (RRNM £105. HHEEM 105)

A. EBREFN ERE T #EE

10:00
10:05

10: 30

11:00~

1) v bERHGWHAEAEEREFNVOERK
A K ASEREEEE « MEHE (B—5ED)

HERE R, KH BE F45—9

M,

HeF:

2) FLN—Fy XX BEBRNFRNILAF O —UEEE — ¥l - ofd
FHARESSE—MAB BHE kKX, i

3) BFAREHRE T 7 VR OFR,

Bil, MR

SAMTAFEFBE_AN kL AMY, FH F—, ATEZH

—R

*kk B & (605) % k%

B. & EE T4a—58

M

13: 00~

4) PCK7 v FBXUe MR GEOREABRIIBIIZ AT+ R 5 0ls

®RAFRFRTEREMRE BH #E— @

5 HFAREAEIZ ST 2BUMRMARE £ 5 I L F Y BB ORERF R

—TORE YV ESREROREL N —
R PEERESRUEERF

=ZF;{L¥BCL

HBRERFRAPR
BRERRFAFRBERBSH

—97 _

iIEH
LN
+H
A
ke

Bi—, RIF
y§F,
§Ni!)

E1Z, W
JA—, —&F

T

fit, howy M
(82

2
HEX



HRSEE—Ta 1 2ERIBRRRELS

6) BFNESEE 4 SEE O BIRE:ES X WHMG-CoA reductase & cholesterol 7ochydroxylase®@mRNA L
~OV O¥EET

ERERALS—AR ¥ HIA I 2, KK EH

B CEME, W FR, BELOE

7) RN TIEOREHEARIFE CREENICRE T 5B EF ODifferential Display (FDD} &% Hw
AT
FEXTE2BE—A8 AH AW, KF LE DMK RE

c. & % EE TF HEX 14 : 20~
8) IFHREAEOEFIIBIIAZETIRT 4 v 7 EFNVOIEH
AMeREREer4— KER W

9) FHEBIXIZHEITAFNEEREOESFFE (Case-Control Study)
ErEshRmRas AR BE, B LA
ERRRRESEES LEBMREAR R i
AMASREREE 42— HEE M
10) GEEIIBY AR LEREICET 2 EFEHE
sEEA2AFRETHHA WL EA, LH EE, DH EE
M NE—, ZH X
LEBXEAYETHES EXHS - Al  HH &, K BRZ

kkk T—b—FLA2 (155) %% *

D. 5. EXRIEREMIRAE.
ERMFEEMBEER Ex HY ER 15:35~

1) BER&EA G 0B & CIEAPHITFNIRE R ORI R
FRAZKERAT - ARFELAEF WA F—

12) FHIVaBLRUBEIRENSZIC BT 2 FHNEAORERERE L T DHR
aERXEXERIARAE  KE AR &TR-M

13) BEPHREE % A BF L 2[RRI AL SR B OMRET
EEASASRBTENBAR UE ER AE O E-—, 8% OEA
L3 wE, hE mAE, kF A

ZH R
5. dElERHVED 16: 35
6. MAROEHFICETHITEES 16 : 40
7. SMENERS ' 16 : 40

8. BASOHE 17 :30

— 08 —



FPEEE Vel 2FEEsS 705 0

BEENERR
HIEBR R BRET R
FABREI*&

RS A E
R 125 2 MR T T A

B BF:FREI3FE 1 H3IH (k) 10:00~17 : 40
B A KEYy MR TL (BEEBREND

.HE O 10: 00
. BEEFZ@maEy 10: 05
I EBE a8es —H HX 10: 30

. RRE GEERE 105, HHEEE 105

A& - ER M Hk 11 : 00~
1) HAAEIZ B S Hospital Based Case-control Study® i it:ga
AMKPRENSE 24— EBEE W

2) FHBWIXIZBTSHFNEGEORRIZET 2 EERE % 28—
EixRghRmmast Ak 8%, HI EA

RBREREABRES FABERAT  Ffl {4

AMXPRENEE 42— BHE B

3) BEIBTLWNARTEREICHT 2EEMNME —F 28—
AHBAFARRBERGMAR  PIL EA, LA EE, AE HA
fE MH—, ZF KX
4) BIERD DA 2EEFHEROR
EEBAFRERBATHESAR NN EWHR WL EA, AHE EE
i ME—, A HEX

¥xk B & (605) * %%

B. £BRBF (1) o3 R N L 13:20~
5) FLU—Fu VIl 2EBIFNIL 270 — VT —He OE L M7 — ¥ ORF—
EHARELBE—AR  RE K3 & BE 2 KA

6) BrAsEaERTFIRE oMk
METAREFRE—HSNEN BN FB—, GO EZH, e RBE



