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Ty PTAVF VERIBEREICBITS
Cyclin D 1 ZBHOKRE

BroesktsE o 1B B
TRF A RS = 1R

AFefE®E K L BH — K B B £ + @ & 4
X 7 B F H ¥ FE FOOF K OE E
® X KA ®w H E i

BE IV MNTAFCEREEBAERIICE T, OEMTASNIZO LIRS L PCNA R
CycinD1 % &® G1 cyclins DREBESA LNz, TNLOEAE, BEMEOBENIIBVTEAES
HEERL TV BARESTRB IR, REFLVOABRAERBIZETE M-I AMNEL LTALR
H7:%, DEBEMHIICBWTREMEE GOML S GIHIZAY THEP -2 XKD WEEELSH - 72,
o, BREMREZTO G1 cyclins 7¥ DNA repair synthesis & L TEBLTCWATEEEDLHH S 5,

& U & K

biibhid 7y P VF = FREMMEERY 2BV CREM - B & BA{% % PCNA OREH
BHROI, MO Gleyclin EOEERERE L CWATRELEBEBL ALY, &Iz ESEEY
W—HFEZ G loyelin ORBABIZ0 TR 2w L OEBEO S & IZFBHO eyclin D 1 ORBIZOW
T L 70

MEEHE

Wistar FHEPET v MIT A F = —IRREEAS0mg ./ kg R E ¥ HLRERE I3 5 L T SRS % R L,
BEMICHE Reta 2 i L 720 B 1 AT BrdU 20mg ~ kg R E 4 BIRNES L, AMBEERYT
H50,6, 12, UEMBIIER L. BEHBL, —#8 %4 .m& ) & L, immunogold-silver
staining (2T cyclin D1, PCNA, BrdU # ffEgf | HE ot L7,

—7%, cyclin D1 & PCNA DBATORFEOHEL R T 2 200 0ERE " ERE | DAPLIITH
Felzo £7:, FED—EH5 total RNA ##iE L, cyclin D1, PCNA, mRNA OBERN%E % PT-PCR
TR L #RIRHE G 3 PDHmRNA & Dkt (RGU: Relative Gene Unit) THRE L7720 £ 6 (2 &k
RERATHH120ME L BEMTH 5 7 DBOED S Western blotting % M L cyclin D 1 BHRE
* PCNA ERRB L BT L 72,
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5% #

Gy FTNFUBEREURETFTVE, BELHE?SHBFENIT R A2 E LT 5BEH
B2 X =T, 38 HI2H ductlike tubular complex N * E¥ 5., £01#%, MEMROMENBIY,
4R EIZHABRENC IO T LBELERLCRETEEFLTHSL (H1),

Mg EHIRARE O PCNA BPERIZ 1210 Y — 2 2 &/ L, cyclin D 1 {312~ 4R B IR PSR
DFEEARAL 72, BEERERNIZIE BrdU BEORFEHREZE AL o7 (2 -1, 2—
2, 2—3), RIBEBHGETERBTIE, cyclinD ] BHOBREMEZIIPCNA BBETH-7 (K3 ).
PCNAmMRNA (3128 [1#%120. 886RGU (control : 0,302RGU) & EH L, cyclin D 1 mRNA (3245 %
121, 776RGU (control: 1.467RGU) rEED LA %@ 7: (M4 ). Western blotting TiZ PCNA &H
(Z12BEMIRIZ71KD ORBAGHR, THEO3KD ORBLEL >y -2 2L, Rl cyclin D1
EY D 7 BEO3KD ORH L R4 0 12-- 245 % 1272kD omBHIRL L (A5 -1, 5—2),

1«»1

Day 0 Day 0.25 Day 0.5 Day1 Day3

A

Day5 Day7 Day 9 Day11 Day 14

1. PLXZBE% 0O HE 8%

£y

H2—1. PIWEX=_BEPEBHND M2—2. PIX-HEEEHD
PCNA &8 CyclinD 1 &
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E2—-3. PIWXZCBEERBO BrdU 6

DAL

‘\clin 131

3. PIX_BRERO PCNA, Cyclin D1 —Ee

Odav 12h Idav

lin-id1

4. SHEBRRERIAD PCNA, Cyclin D1 mRNA $3]
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w-me 974kD — 97.% - 79D
o ssokp T /1KD g 66.2kDr
@ soxo . 45.0kD
36KD e LI —
— 31 0kD = 31.0kD
@ 21.5kD [ 1 5k
Marker 12h Tday Marker  12h  iday Tday
Hs—1. PILFZHEEDPCNA B5—2. FLXZUBREDCyclinD1
EE#R EHRIR
% =

Fo bTNFLUFREMRSERS IIREMILREE L EMR L cycin D1 R PCNA LR ED G
cyclin ORBARBMBHIZA SN, F0F CREOEARETRL TV ATHIEITRES N2, 72,
REFNOBIERIIZIZT R - APFELE LTALNE, 2HEBREDB ISV CIREMRIZ I3
FERBE S 2 0 GOMAS GIEIICALZ Z L2 RETAHELH DY, 20k, BEMEEI7TRI-L2
FESE LSRR IR TOCWEESD L, $72, Flilik S TabRE X912, HIREMEZ
T4 G1 Cyclins ¥ DNA repair synthesis & L THR T 5&E bR INY, BHEBOERRIZS TS
REMEO 7 A P — L APFRBROFHAFPHEERF2E2HT 522000 5EOEBNMRIZLETH D
YELTWD,

2 EXR

1} Sakagami J, Kataoka K, Ohta A, et al. Relationship of plasma CCK to acinar cell regeneration in acute pancreatitis
as studied by proliferating cell nuclear antigen. Dig Dis Sci 1996 ; 41 : 1828-37.

2} de Dios L Urunuela A, Pinto RM, et al. Cellcycle distribution of pancreatic cells from rats with acute pancreatitis
induced by bile-pancreatic chsiruction. Cell Tissue Res 2000 : 300 : 307-14.

3) Kinoshita A, Wanibuchi H, Imaoka S, et al. Formation of 8-hydroxydeoxyguanosine and cell-cycle arrest in the rat
liver via generation of oxidative stress by phenobarbital : association with expression profiles of p21 (WAF1/Cip 1),
cyclin D1 and Oggl. Carcinogenesis 2002 ; 23 ; 341-9.



BRERHALIC B 2 EERTFORE
—EEHZEMIOWTORE

mmEE A o H -
WER A Ko S — 2

AEBIEE & N m oK B’ AN Xk = 7 FH ¥
Mo & Bl BT & E MR T E
i @ T B

BE | BHERRIZB ORISR b L AR & RERT (IGF-1,PDGF) OFTE « %8
rBEREEFEHCTRETL 72, TOEE, BEE/AER, /23R JERIIELOBRET
RO LN, BMEEFMEOMAENFHRE L LT/, IGF-1 & PDGF BV h b BB ToARE
IR AT 2 DEBR 2 @B /o, £72, PDGF &ML 0BT TR BE - B35
TEADTI, TOZ EITX ) BOMMED, ROBFEIRESNZ, ThbE, 1) BER LR AT
B TRHA - W L2 IGF- 1 & PDGF EHO#EIAMIE (£ < 0BE, SRRy 1237
774 VWAL, MEABRMELEEET 5. 2) BELETHIC B TRERESTMILE &4
PDGF #5HL, #— 2774 VAU L, ML E Socigse s,

i U & (<

B OW|E ™ 12 14E, BRI, RS, MR H b FR EEHIC, SR
FERREREERLZL, TOERLL~ M v 7 ASEBEICE ST 5 mediator £OHEIER S h
T, 7abbh, BHRMETFHRORERSR - #A - 25— 4 > 451212 platelet derived growth
factor (PDGF), transforming growth factor 3 (TGF-3), insulinlike growth factor 1 (IGF-1),
fibroblast growth factor (FGF), tumor necrosis factor ¢ (TNF-¢« )} SOHERFAEH - TV L, =
NPT, RIZEWODDHH, TCGF— 3 " HRMEFMROBLER L > bEET, ¥/, PDGF 552
DEEDELREFLLTEENFTE22H 2, L L, THH5OKETIIREEGBETEMNE A7
invitro, H5WVWEEPERIIESCHOT, v FOBEGEBVWEEEHEBALLOBSEIEILA
ERLNM v, FITAHE, BEOHERE CREMICERT 2% s LT, B licsiTs
RAEF Ml O A & RE T2 X 2 SIHHE 2 w5 L.

pil ik

BB RIS & LT, W/ HEES L R TRBIALERE OWKREEIUER & b 85 v BRI
RERPE BRSO 2 A R & LA, PARIE, BEORERMRLLAN, MEMIE 8 Bl 35 X O Z45MBILIE R 2
Bl BB, KNG TPHERIE5. 4R TH o2, T b O— i3, BOEDEELE 75, 7H
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(RETHERAE 6 B, WRAEBAE 161, S 26, 2ot 56 ; FHFE#65. 98 AW,

PR 1210% PIHRE RV <) VIERCUBBEE - /837 7 1 Y BER, 4, mEI2EDL, ~v
FEIY Y I AT BB EEIT L T, BEREFHROY—F — TH B « -smooth muscle
actin («-SMA), BEET T& 51 IGF-1, ¥ PDGF, # L (F#f IGF-1 receptor (231¥ % it %
#EeE (Envision i, DAKO) Tfro/z (K1), 8612, IGF-1 & PDGF {2 & A messenger RNA @
in situ hybridization (ISH} Z#ifr L7, %8, IGF-1 3B C&EIL/-7u—7%, PDGF 22w T
WHROENRT 7z, 72, poly-T probe i2 X 5 mRNA OREFEEDIRE &, sense probe B & Uk
T b=l BREbIT-7 (R2),

F1. REHABLETRAVEHLE

s (BLET) sa—r =R
a -SMA (DAKO 1A4 1:300
PDGF (Santa Cruz) Rabbit polyclonal 1:300

IGF-1 (Chemicon) Sheep polyclonal 1:200

% 2. In situ hybridization TERL 70— 7

Ja—7 [Tl
PDGF Brigati probe (Research genetics)
IGF-1 AS; 5’-ctgcttttgtgatttcttgaaggtgaagatgcacac-3’

AS; 5’-gacgaaaacactaaagaacttccacttctacgtgtg-3’
S; 5’-gaactacaggatgtaggaagacctcctgaggagt-3’
S; 5’-ctgcttitgtgattictigaaggtgaagatge acac-3’

= e

FEREE, Thbh, BEOER, WL, BELEOZHE - BE - BESE, R L21feso L
OEFPIIRD LN, 200 LRI ARV 0 35RFPI0R) »H/AERICOARED S
Lo (1K), MNEBOARLT/NENIZLRONDIEEL LD (4F) EHATH-72 (B1).

SRR B IR L R - BRI E b o -SMA B ORI, bbb, fHREFR
OWEBFEZLL TV (B2), KERFTHBIGF- 1 L PDGF i, REMSLFEL S UPIZISHIZ
BYT, WTFh L BELFR LN LB TORRE LR AEBOHI0%ICENRERZEDL (K
3, 4), IGF-1 receptor i3BMILOFE I Db S T/AER - NENOEE LIREFRCHRE/H7ES
D#I50% 12 F O F & FO o R AL C U T 2 SRR I I RRE RO e h o 12,

PDGF i3, FRRICHAEAGILSE% 5> I ISHIZB W TEEICET L7oAER - NERRELR OB
MESEMAR (2 A0S T B TR 0440% o etk 2 o (K5).
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Sipaahin s @ L
LR e
%\ RIS §
X 1. BEREESICHT5HEEEE
a) FERMEALERS, ANEERD - AEN L BSOS N 2w, b) BERH
fLERSy, WNERICHEL LD D, o) BEMMELIT, NERB L U/NE
IR ED b, MEMBOBRENE L C/AEITEL WS, HE. %
B, % x200
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2. BiRdFHR0EE

ANER - NEARAECITIZIZ—BL T o -SMA BHEOHMRAESF AL L
Twh,

o ~SMA 20§ B RESRE, x200

[

3. IGF-1 DBE
BES.LHR, S AESRIIGF- 1 ofEiaid 2 3H 5,
IGF- 1 x4 2 Sl defr, x400
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R4. IGF-1 DFIRE
B BERRAE (L AE B D BR B oM. A FEER 12 IGF - 1 messenger RNA D3I %
RO H,
IGF- 1 @ in situ hybridization, x400

B 5. PDGF ORI
= BE R A {LRE B ) 55 85 72 M1 89 1~ PDGF messenger RNA DR E 2 3 2,
PDGF @ in situ hybridization, x400



198

% £

AEMEE L7 X 5 BEMEZUENIC B B ERELEE, BEOBVWLOPLEELLONIT
e T, Wihd o -SMA BEOBBRETFMEZEE 2 L, 2hbORrRIEESE L OB,
Thbhb, BEHEO LEMASTERICINEMIIONA, R T/HERIIMA THRERIC bR Y
712U, FROFHEEFMAROBELIERD, CEAETLIOTH o7, IO L) IZHOB 4 2
EIE IR DEAE L ) o TinT,

BhREZEMRE Y, BETIRFICBIT A FEMMR & EEE 2 pancreatic stellate cell 3% ORTEEMRE L v
hTwa?, &M, KERTTHS PDGF & IGF- | 2L C o AREH LA TR ER i 58 B L,
O E X DB TEE LTRSS OBb D ANEE S 72 IGF- 1 receptor (I ARHEF A
Bk # Z2 5N ASERAN AR H Sl d o 225, in vitro O TIREEO X 912 PDGF, TGF-3,
IGF-1, FGF &N HERFHHHREFMEOREER - 84 - a7 -y FHICHSE L Twi e 3T
Wh, Bl Y, BRERCHE SR L ) BB - W 2 N7 PDGF & IGF- 1 2%R#1L ™ mediator &
LCAEOGBEF@IIC ST 2 514 YR L, AERBEIEEREL TWRRIFFRE SN,

X512, BMELOBTRMICIE, REMAGSILFEL O TIRISHIIBWT, HRFERDOE LHE
ETCd 5 PDGE ASEHGHEEMRICRTE - BHL Twiz, PDGF IZMT A EROBREST 23 hid, £
DORIE - BRILM/AMK - B8R /<2077 —Y - MEAEFEHMiaE R0 o T 570, R
FHRTIRBEINTVREY, ZORWVE, RIBHE, $obbinviro linvivoDEVIZL LS, &
SIRE T ET LY, EESOSEOKEEN,S, BELOETHICBW T, HHEMEFMILL PDGE
BRI ATML, A M2 SA VNICHEOEEL ISy OFIIEboTWA L ER LRI,

] -

B /N EPIREAL I RIRE P OR, AMESR AT LR R FA%, 70, MAMEETTI I Ak
MR E B AW LR ERF D - T 2RI RB Sz, 4%, TGF-30RSII2WTH
HRLTWwELWwWEER D,

g E XMW

1) Powell W, Mifflin C, Valentich D, et al. Myofibroblasts. I Paracrine cells important in health and disease. Am ]
Physiol 1999 ; 277 : C1-19.

23 Schneider E, Schmid-Kotsas A, Zhao J, et al. Identification of mediators stimulating proliferation and matrix
synthesis of rat pancreatic stellate cells. Am J Physiol 2001 ; 281 : C532-43.

3) Bachem M, Schneider E, Gro 3 H, et al. Identification, culture, and characterization of pancreatic stellate cells in
rats and humans. Gastroenterology 1998 ; 115:421-32.

4) Suda K. Takase M, Takei K. et al. Histopathologic and immunochistochemical studies on the mechanism of
interlobular fibrosis of the pancreas. Arch Pathol Lab Med 2000 ; 124 : 1302-5.

5) Ross R. Raines E, Bowen-Pope D, et al. The biology of platelet-derived growth factor. Cell 1986 ; 46 : 155-69.

§) Buetow B, Crosby J. Kaminski W, et al. Platelet-derived growth factor B-chain of hematopoietic origin is not
necessary for granulation tissue formation and its absence enhances vascularization, Am J Pathol 2001 ; 159 : 1869~
76.
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BHESRIZIBIT 5 CFTR OERE

misfEE R N O\ K
HEEREB NN

KLEMREE & &k ok = B & &
it B8 X B MHE & A B
W~ | F+ E % % & H K ¥
& & B N W E 5 K HE W
MW= W B EHE ¥ T ONN B OE
A OB OB E OB K B & OB F WK

BB HIIHHEAE (cystic fibrosis ; CF) DEEM{ZT TH A CFTR OREFBHERABE IZH LN
HIENRESNTVWBE,CFTRIEClI™F v ANV TH A DT, CFTR 8 % 5T 572012, o Cl-
WAEEWE Lo HRIZEMBRBBM (70 2 — VUG, BREAS) &, B L TR
(£3m) LZBEXRZ T 17258 L, BTFEE, ABRATEIRO A or, BHEARE
DO ClLEEL, 65629 mmol/L ChH Y, BREKRT 5147 (4316 mmol /L) IZH~<TEEILE
ofz (p<0.05). BRKCEIZMMEOBIEEICFEHLNTVS0mmol /L2y P+ 7fHET A E,
MBS BE TS RERETH o 12

H ;)

R Tit, HEBENREEZO—MTHIMERMEE (cystic fibrosis | CF) DERBETFTH D
CFTR (cystic fibrosis transmembrane regulator) DZERMFE G E 2, EATL WV Dh DR CH
o onTs), BEBEREEOLEICA Y Oy SOERNFELNLWIRENH LY, L
L, bhbnBZBRAITREKRORE 2T o2 L 25, BHBELESS2H) (70 32— V4061, HRMI2
Bl) ICEATE RONE20EO CFTRERRTBOHSL Y, £ oy 8 DAY THEHIE TG repeat
DERLBESBELOEZEZIR O 2D oY, FFHOBMERELD CFTR 2R 13 cystic fibrosis & A
L ERPEEALTHL 20N, RIZSTRECTEBUBABED CFTRORER Ay ) -2
T3 HOEHEN TRV,

CFTR X, ERMARIZBWT cAMP A CL F v 2L & UT#EE L, BOBS#lao HCO - 442
BELEREERLLTVERLENTWEY, bRLbh OB T, AFSSEECFTR # A LAATF
TR MG BRI NERBEE TIX, cAMPHIBLIZ L AKSWBTED SN h 072, RRRETFRE
it 5 LETiE, CF O+ o ClrigEDRE, T4bE CFTR O FHET A&
Lo TIThRTELY, 4L, BUHREBREDTO ClTBELME L, CFTR IO RAAa7:,
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&R EFE
1. 3% (£1)
BERERREDOT &, EHRREDI TERN? 2 (EB LUERHITHG (£3%) LRERT V71
7258 L L1,
2. BITEOHE & TR
(1) @B FE2FBLALTY Y VEFR (Kenz Perspiro 201, AX7 ¥} #HnwT, —HOFD
BIERTHETELIOTHEEIE L 7.
{2) [, AEFOFOBBRTIOn DEBRPF AT v Ry FV 7 Fa—T2RFL, 105H
DFERPLL 72,
WFOE LML THRIE L25E, BFRRIBIFAEL®MESIRTHEY,
3. FFCl BEDHE
1 FhCl|EIFYES ) -ERRBHEE BoRadtH) ZH VT, HENUVREE
(250nm) X NMEL, 40459 THRB SR TOAEILC BREr+HML 72
Promeillitic acid B & OF hexamethonium hydroxide % & A 775 EI /Sy 77 — %2 Bw iz, |
(20 HFOCl BEICI EHEZRTFETRLTRD,

£1. TOREOHRE

R

EEA @R S
2548 25 %
B:.x 24 :1 24 :1

FUA(EE) 58476 62489

RE ZI)La—)LiE 214
RN 4 &

& x

(1) WROHIL2ZHIZOVWTRLRZ2HBIZAETOFPCI BELZHEL 2. FHOTH ClL-BEL107
mmol/L &45 mmol /L ® 2 ZOFHCl BEOHEEBOZEEEK (CV) &, FhLFN6.6% &
3.3%?&)9?:0
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(2) ZIFEE, BUEREEET2.720.6 4 |/ cm?/min (mean + SD), BERT 5 1 7 T2.5£0.9
pl/em®/min THY, HBEEIIRORGeho7,

3) H1ZFOCI BET AT LTRT,, BEEREZEOFOCLTREL, 6529 mmol/L TH
D, WEET V547 (A3+16mmol/L) ITHRTHED (p<0.05) B o7o Bk CHESHE
DHMEBEIIFELN TV L260mmol /LEH v b 7HETE L, 1BHEERETIIHYG, BEERT
YT AT TR PREREE 2D, T2, 80mmol /LAy bA7EET AL, BEREERET
0% HEEBHE R L, BRERSF V74 P TCREBEESEN LD,

Sweat Cl- concentration

Sweat [CH ]
Heailthy mmol/L Chronic

Pancreatitis

L) L L) 1

Number of control subjects Number of patients

H1. 1eMEARELSH EERNBEOTO ClLBE

% =

BERaMAEIE (cystic fibrosis ¢ CF) &, CFTR Cl F+ A NOBETRELER L T4 5k fky
MOBEEEETH S, CFTRIZELYE, RE, Fhit S0 wBRcgR]LThY, CFAEI
HAEERL VIEES LY A, BAGERE, BEEOFTERLEZEYET, &0, CFTR #ETRY
FERMMED AL BT, BREER, BUHRERE, WRMRE, EXNEBEEREEL EORERSE
TLULTEHSNTEY, BROBHELBE CIZ CFTR BIEFEELSHE AT 214,

BRI EMOERTH LY, BHSHIIERTH D, DWEICIIRICEIEREL V2880 5
bo ILBMEEOATEEL S, RHBH OO~ — D~ FROLENTVW2, CFTR BZTR%E
DRFIEHLZFREZEZONDY, bYEOCFTRERIHLERMILALTHLI L2, &
fEFRFETCFTROBRE XA 7)) — =0 /35 DRBEN TRV,

{Tid, secretory coil 7 % %R NaCl i & L T/l &N B, Z @ primary sweat 7% absorptive duct
=% [E1Z apical membrane 1@ CETR Cl™F v AL &4 LT Cl AR S, BEAEOKDE S
PEWDIZ, HKIRO NaClLIEDTTF & L CREMICHEN SN D, ZDko, Fho Cl i CFTR #8
BEOBWIBE L 25,
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Fep CL BB ORIEIIRCR TR BRBEEEDBEENZBINLETH 545, bAETIR—RILL Tl
FE#E 3 13 Gibson-Cook 2 & % pilocarpine iontophoresis #: T# 54, BEOBHELAKE(, FRICHE
TEHADIIBMTET S, 40, bhvbiul, LEOELE,LORTEFIZIH LWL ERAHL, H
REFTEONIMBOTEACTCIRERZNET2HELHRL, BUENRAREOTH Cl BES
#E L2,

SEORE TR, BEEREHESHO56% TiTH Cl RED60 mmol /LU LOEETH - 72, #50%0
BEREABRAY, CFTR OBERBEHA 7L LS NL, SEDHFIE, 7TLa— k@RS
BEILEEDTWD, THI—VOERBBHEEROELZFERTH LA, KRBERO—HIZOKLIE
MRERAREE L R WERIBE O Mo ENR TR, i, 73— ViEERELEE O CFTR &EZF
ERIIOVWTEKDEMR TR SN, —ENRBEELA TV R, SHOOERE, TLa—L
AT ARBREES L VIIT A I - VBB ROREERL LT, CFTR#BHEFOES K S22 %
RELTWE, 4%, THODEFIZDWT, BATURERE (L2 L7 5B, CFTR #{nT D%
FEAT, BEEEICES T2 CFTREBEFER L CFTR BERY, ERBESUBERTORGZ
W T 2LENDHD,

¥ R

TR EE (FESB) P ClBETHlE L2, H50% ICRESMEIASN, CFTR OEERYE
PHEE SN D, '

2EXM

1) Sharer N, Schwarz M, Malone G, Howarth A, Painter J, Super M, Braganza J. Mutations of the cystic fibrosis gene
in patients with chronic pancreatitis. N Engl ] Med 1998 ; 339 : 645-52.

2) Cohn JA, Friedman KJ, Noone PG, Knowles MR, Silverman LM, Jowell PS. Relation between mutations of the cystic
fibrosis gene and idiopathic pancreatitis. N Engl ] Med 1998 ; 339 : 653-8.

3) Noone PG, Zhou Z, Silverman LM, Jowell PS, Knowles MR, Cohn JA. Cystic fibrosis gene mutations and pancreatitis
risk : relation to epithelial ion transport and trypsin inhibitor gene mutations. Gastroenterology 2001 ; 121 : 1310-9.

4) Kimura S, Okabavashi Y, Inushima K, Yutsudo Y, Kasuga M. Polymorphism of cystic fibrosis gene in Japanese
patients with chronic pancreatitis. Dig Dis Sci 2000 ; 45 : 2007-12.

5) BRNHEEL. BHEKEOREICE!TZ CFTR OBY, E4aA%eR B R RERsRE Bl 5 AEMER
ER12F ARG S, 2001 0 183-8.

6) Case RM. Argent BE. Pancreatic duct cell secretion, control and mechanisms of transport. In: Go VLW, Dimagno
EP, Gardner JD, et al. editors. The pancreas : biology, pathobiclogy, and disease. New York : Raven Press, 1993 :
301.

7} Stern RC. The diagnosis of cystic fibrosis. N Engl J] Med 1997 ; 336 ; 487-91.

8) Tsuda T, Noda S Kitagawa S, Morishita T. Proposal of sampling process for collecting human sweat and
determination of caffeine concentration in it by using GC/MS, Biomed Chromatogr 2000 ; 14 : 505-10.

9) Naruse S, Kitagawa M. Ishiguro H. Molecular understanding of chronic pancreatitis : a perspective on the future.
Mol Med Tod 1999 : 5 : 493-6.

10) Hanawa M Takebe T, Takahashi S, Koizumi M, Endo K. The significance of the sweat test in chronic pancreatitis.
Tohoku J Exp Med 1978 ; 125 : 55-69.
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EUS 2 X 25 E O#MMEIL O 3El

Wi M m ¥ %
BEALE IR

Krigises & W & & HEBE # F 0 b F &
RPN AT T A

BE  AMRKNEEERE (endoscopic ultrasonography : EUS) % A T H#EHME{L OB £ 5P L,
NEENEE EZMRE (endoscopic pancreatography : ERP) 88 L UBHSERE L OEEIZ>WTK
i DPA

EUSIC & AEEHBRERKI -8, BBRT -8, FH—-LBTa—-PRELZROIBICSE
SNL.ERPBREDHH T, BRI -HIIBEGOREFTAERT OO L7248, BHRL 2 -
HO OB I—FI D IRV ERERL S HBEE CABIRBEL Vo LR EFED B I H 12
ol YBREANSHERBEE ORFETI &, BRI - 2RIBIHRELIREL SN, B bo
ERIIHEVIERI I —, FH—Fra— KBS T, LAY Bro—Hoillgic s
DNEER, ADNERRMILLIRBEERIFA LN, — 7, EUS 12X 32 0—73% — > OB i RE
LD AL, AFFEOMEL D, EUSIIERPECHE W2 A MG OB L HRT 22 &
WAETHLI LHs, BEBAOBERE ZUALEGREEE 2 VG5 LATRHR N,

=] :p

TR R OMBEMBRIIREORFRIH I L 2 EHOEH - EMRORE £ /BN, NEMOTHE
B LA L R 1R 52 2% HRIC, AEMS/ BRI BEEOBICEE LR TH L, —
%, ERP (2 X 5 E OFREIR - PG EEEROBHEE IR P2 WEEFTRTH ), BEHH
DOABRWLHAERIC L VRS NTBEROEMEFRELCnD, L L, BHEEEIIB- TS
DHEBERTHLIBELTHBET L ERP 3FELHBHICREL TV AT ET, BELO ARG PEE
BT LTV E b Tldd v, REDREEIEE( FEERL BN E 2 OEES AT I v
BOBREREIZB VT2 ERP ORBRICHRRESALN L, L4 -> T, BUHKEODBELYHL, L
DEAICRE L T awizid, ERORECRBILEEEMN I CHE TR BEZHIEDRIAE TN
TWwa, RO BMEEEEOMIBEICRLEN/Z EUS 2 AWTY, #lEs X UBEmnREt Lo
W XD BRERIZBIT L MMEILBEONRERAL Z LiZh B,

MR EFE
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