H. HARRE
1. @ FM L
2. K AP

. HVBAEEHED R - BRI (FEEET)

|

1. 4FEFIUS B AP
2. EHEIFEES A4kl
3. Zofl B AS
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JZA GBI R R R B (AR BRI e )

Tt s &

SRR EELLDO D FiREE

DEFEHE TR, afEOEL

—SMEXBEOECTFEREREEES FORGTFEEOMKE—

S TN SRR B %

H[EF5EE

%

IR (EDEEERE LN A 2 & — L ER AR

MR Alul|Z X % PCR-RFLPE A X L7, 51,

[(AEEE]

AFSEO B E LT, UTO3HEEHS 2T 5. 1) PSTLHEETEROEE L AMERAEEL, 1
RAER L DBEPEIZOWT, 2) MIFEET4R & BB AERL, I EREREEA G & OBER |z
DWW, 3)IMIE MIF 8 0 2 M I AL R MUMSE & BF O BT MK+ L C O R, S4EREIE, Fi
BIZ T OWNGE R o MIFERT 7T —4 — 1736 DG, CTLIVOWKRET AT AL LTHIR
TR~ OSIIERR B L IR _Tiz, #&
EORMz MR L, BIE RN TR 17 4 —F R 184EREICH9 20061 % HAE L | TS 2 0 2.

A. TFRE®

JE A 57 ) T 50 Bl B & VA MR R R S AR
RHEECPRUFE —FRI6EE) ¢, Tak
BEREFEAOTER T O & wmiElLo Tk
T - mEEOMRE IR T <& LT, BTo2
BIZDOWTHRE 24T o7z, H 1L, B W b
VT A veey — (PSTDEETTIZ L S
BEERAEELOBZUETRRTORETH Y,
213, MY TY =2 U EMEALRT T K (TAP)
BLOv 707y — Vi K T (MIF) %
2 X B AR T BT 80O W AR O MK
SCHoT.

T DFER, PSTIEAL T O NS 2 % S
B HE 14861 651 (4.1%) 12, -215G>AZ R % 2
BI(LA%)IZFRD =V, —T, fBH & 1655 DO fEHT
TUE, N34SA1H10.6%) 12580 SN2 TH
D, PSTIBZFERORIBE T2 ML EE
THEILBWI EPHL R E o/, —F, &
FE TR R 98 6 ) & B« FR EREE S 92 B T N34S
E215GAZ R OEE L L 725, WS 27
BEEZRDLhol-. ULoER,S, PSTI
BEFERIIEWFELAORBEICES L TWA D
DO, BIALOBEWEREFTh 5 0N
ek L7z, Lo L, N34SB%o B RN 2
Bk, BERBTOREORENI B VDY IZ, Bk
WCIERENBBIEE TRATW ., SRR

Bl CHETIZTE DS, PSTIEAE T2 2ps
SERERIC B B RIEDMERIZIHIN 28 % &
B9 AHWREMEAE 2 S 7. —F, MiETAP &
MIF @ %2 1, ¥E4E1861, WHEHEAE196I, FIHE
38BIDET5BITHES L7z, #0fEHR, EMEEL
BE AW L TAP, MIF & 12, EREFIT
FESER], HEERNRCHEEICESEE R L,
SHEBEREFECOFHIRIE L 2 5 IR &
7zt S5z, ABRER 728 LLA o I i MIF
DY — 7B, BB EEREEE S L
FEBITIE, JREGYRE % A BF L 7 2> o Z2HERNC B
THECEMELZRL, EEBRBEDY A7 T4
AT THLUREME LS E o7z,
DED#ERE S & I1Z, SEFEOH%RE LT O
3HE LT 1) PSTIBETFEROE R SR
FREEAL, BERER & OB IC OV T & 3
L LTHET A, 2) MIFEZEFLE L Ak
HAEAL, FRICEERPEEAS L OBEIZ DWW T
MET$ 5. 3) M MIF 2 A Bk X OV A BR ik
REATICER I L, L= B e & F o 7 ) K 7
DB, AOWTHREIT 5.

B. MixF*

1. "5

RIFZEHE O LI FEI SERER OB W & EIEE
HlE R, ZUoMEE] T, AMELD
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-173G/C

l

794[CATT] 5.6

+254T/C +656C/G

Vo

Promoter

-794[CATT] ss (G/7-CATT)

-173C allele(G/C,C/C)

Intron 1 Intron 2

—  MIF EEH

——  MIF EETTHE

1 MIFEZTF O & ST

500 —p 474
400 408
300
200 —p 4—2028&206
100 —p
SM PCR G/G G/C C/C
product
primer primer
Alul —p
408 | 66
173G i
202
173C [ 206 } 66
2

PRSI L EEEHELAEOZ LS
FUARY T 4 TIWHE T 52 & &L T
A, REBEH O VERRT — 5 L ARWEMERZ
SHMET B 728, BRIV — TICSNY
B12MEEE F L& L, R~ OSMERE
YO R TS TIs, BRI KT 4.
WET WAL, PRITEE —FRI8HFEEIZHN
2000 % B8 & L CHET ZHED 5.
9. JESWERN Y S v 4 e a— (PSTD D

BRI

Sk M I I Bk & Y genomic DNA % #ii iH L,
PSTI & 1% F O promoter 8 18, &, 4 @ % exon
# nested PCR T IE 4 4. ABI3100% Al L,
direct DNA sequence # 17 9. % 7z, N34S<&
215G>A L DT, il R 3k TspR1 & Bgll % H
V372 PCRRFLPIZ & » T OIS 5.

3. MIF&{zT 2O

MIF &1z 0 promoter #38 %& PCRIC & ) HE 1R
+ 2 (1), 155 N7z PCREEW % il IR EF 32 Alul
RVCHN L, BEIKENC L o CRETFSM
D % HE T 5 (PCRRLEP).
4. My MIF R OHE

ABREE, Ake#22H, 3H, 7H, 4H®D5KA
v N CEIMY A, s MIFEE L, Human MIF
enzyme-linked immunosorbent assay (ELISA) kit
FLIRA &) « AT T I AT A7+ TRT b
=) HWTHlET 5.
(ff BT A~ O B

MIF#& 15T 0 % g DAV L, 1l o JEet5E
DT H Y, BIZTFEN & & TR,
WLk EFHGHEESB L UOREZMHT L
T2 BINfER O RHBERE R TRRBINT
Wb, b NMIFEETFEBEOBATIZOW T,
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R RFEZMMHETERICEMNMHRFEL, T
KRR E ST CTWh, &%, HhshiEkco

BT,

C. MEHBR

SAEFENL, HIHBERTFRITONSRE R -7
MIFBIEFEBIOMBLY AT LWL TH I &
HEE L.

2R d &9z, MIF&ZF7a€—%—o
ATENRGT LIV O Y4, PCREIEEE Y 1% HBR
FEZAMIIZ KX - T404bp & 66bp D 2R DNV F
WO s (X2). —7%, ABMRCT LD
B, B2Imt XS I AW kA YIRS A2
b 5729, HE 1id 202bp & 206bp, 66bp
DIRDI)N Y FHRHEN L, EBIZI, 202bp &
206bp DNV FIZELR L7201 RKDONY FELT
AENDL, LEDXS Ny ROy — 2
LoTk FMIFE(RTF7OE—F — 173D %
Bz Badd 5.

D. &

SEEE, © NMIFEET 70T —%—0
AL G, CT L Vv & fiEHT§ A PCRRELP i %
FENT L7,

MIFIZ 1D 7 I VB S5, T8 125
kKDaDEHTH 5. BHEIISEEZTHL T,
LBREGTFELTHETAEEZ LN TV D,
MIFiX, 27077 —=Uhbaihsh, HBiEk
RER JAE DT BE L AT 2 HE 2 SIEM Y 4
MAIAO—FETHALD, —7, TEEREN,
b S, FIVE VRO S HT 5 HM
M|/ EHTH S, b b MIFEEF 131994 4F 2
Paralker & Wistow {2 & o TS I T WA 75, 3
DOexonP B AHEE1RbIZ 2 R WS e E
ETHEETH L EDBbhroTnB?,

i, MIF@E O 70%—% —383ic2o0
ZRIERBFET A EHEL IS —
DN, T DO CATTO# ) B LIRS T, & b
W& o THRI~8RI Dy &KL O’ s
B, b ) =2, ABANGHLCOIEIELI T
HHKLD. INO5DOEMIIMIFEZFO S 1
Ty =GR E T 5 2, AT3MTIECT L
WhS, 79447 TIE CATT D #: Y 5K L EEHIAS% v

F, MIFOFHEDSR, T 72, 1736 D G/C
& 794467 (CATT) 5~8 D Rz I3 EAEH AS M
L, MEBDOMAELEIZ L > TCMIFEZET O

HRUBVPHErZTHLWMESN TS, Zh
T T, AN L, W, T b Y-

% ET, INGERT ST p BIEE O B M
WOWTHET SN T & 72, AMELIZOWTIE,
20034E {2 MakhijaR & 259, -173(LOCT L v ®
BEPEHERBETEREIIGNI L2 HRE L
TWAED, WELEZTHRENIIThI TV,
RIFZETIE, TNFETOUZETIHS 2 IC L
T&ZEHE, BHEROEE/LCHLSME
& LT o EEBYIE O ZIE & g MIFE o [
WZBEENEDTZRD SN0, ARREOIMNTE MIF
ERERERICENE L, BRMG eI T 5. F o,
MIFBRTERBARBETHZ LIZL > T, 4k
WMOBLRETRRT & L CHEEELSEAS
PrEE L COBEERBIEDIED LT &% F
HTXB0ERET 5.

ﬂllg

E. #

INETOWRMAEDERNS, EMELELE
LR BRI UHE & L COEERIE O FEHE & H#
ETAEMBYORT & LT, MIF#E{ZT o 70
T —HEBOZR M T A L2 HWE L,
Alul % I\ 72PCRRLFPIC L B A7) —= v
HExfEL L7,

9“'\‘2

F. 23&3m

1M, MEPIER, RO, BHEM, K
WMOE. SMELAEELOTRETOMA L E
EALDTFHE T« WGREOW 5. B4 SR
SEBIF TR B e e P R T R gE R M A
B BB 2 AL FR4EE~ 164
JE AR E S E 2005; 68-72.

2. Donn RP, Ray DW. Macrophage migration
inhibitory factor: molecular, cellular and genetic
aspects of a key neuroendocrine molecule. J
Endocrinol 2004; 182 : 1-9.

3. Makhija R, Demaine AG, Kingsnorth AN.
Macrophage migration inhibitory factor: gene
promoter region polymorphisms and acute pan-

creatitis. Pancreatology 2003; 3 : 224.
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ML

H HRRE

1. FRCEEER EALAD

2. FARE EAK/AD

1.
2.
3.

KRB EEHE D HIFE - BERIRL (FREE D)

HF RIS gL
FHIFRES: Z4nL
F D1l B L
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EA T ERHA R M B e (MR TR B R SE T E)

Rl
BERMERICXT 5 Plasma Dia-Filtration (PDF) D& &
el MILES WEIERRFMLESARY  Bi%
58

ZHE M, M I IR S RE)
T KBS GEERRE R aRES)

(MREE]

BERERHER I 5 M LEOER IO ST L b Oph 5. FOHMETREET A P4~
I LIS RAEAE~OMERTRICH A, TOREBMEE T 5L CEX-0»CHDFCH ), HED
BRE SRR 5 M S AL OE—RINTH D, SHITH A M v EORSTEWE % hE
THLOIZSESELTEPEFREEN T 5. double CHDF ®E{TR, super high-flux [ B5s
7 & Cd 4. Plasma diafiltration (PDF) 45 & HDF o [W] B Ha1T A3 e 2 % ki v, T
AERFEE ) WY VE® 6 LB EER P EREEMER RS L L E 2 b D, EEIC
Evacure EC-2A % MAEHtar & LA L, MAESEEEOIMC BT 28R T A2 £ 12X ) HDFO
FREfETT 2 TTREE L C\» %, FFPRAIHSHIM S 20 IS TH Y, WEITHN L EEIMAEHI
L TR TTOREDPHS. PDEDILG, IL8D2 )75 AdBLZ18ml/minTdh ), HIEIC
527077y A ELS KT HWE OO, BWEARLEE ) FEBIZ 3B Tid The Peak Concentration

Hypothesis 7 & b Z ez N &~ O HER % 53 5 W2 H 5.

A. R ERY
HRESEBEROFGHRIIRBENCH LTS
2. ZTOPTHERELZEEEZE - TH D 0H
WL OMERTH 5. 4 EREIT L 72 plasma
dia-filtration (PDF) iZ(CHIFNE & L TR O
LNTEZLDOTHALY. ThbbiFAEEO%
B T#TE, KO/NT v ARFEZRBICTZ A
FERELTHESHRBERICH L. B8
UG M4 (FFP) O W 2B E OIS HRE D B
X &8 (15~ 20 HAL) T4 70 I & [ (K 1
ZRIATE A LI, MEEEER HDF)
WX BIKRGING 2 ADFTEDN VRO ML IR H
T ATHATHREGR & 2 AIEH D, S5 ZMmf Y
DVE Y DRERIIZOEN, B TEWET
HHRIEMEYA NI A OBFEREN LG TE
LML T 5.

% ZCHAE BRI K & & O Mo fEE B 12 PDF
RHATL, 20T T AREOFOMBEIIOX
FREr L 72,

B. fiRAG*
AL M4E s & LTk 27 5 L @ Evacure

EC2AZMH L7z, WRERDNEEFMITHRY
JIVE Y 50mg/dl kB2 A EESMER T X
MIME T, ZRBAEICL VAT AL 72
JEBI & L7,

#AE1Z QB 60~ 80 ml/min, QF 600 ml/h, QD
600 mi/h TAT v, B &ML 75 v F
BSxfH L, BIfFFR > 7 TFFP 15547 % 150
ml/h T 5 L7z, PuBtE#H & L ¢ Nafamostat
Mesilate (FUT) i L, & 58 BZ 2%
25 mg/h, ZDHACT 140~170% % B2
K35mg/h TR L2, F7-, SEBOMHIT 1
7= NVETHD, FOFFOMEESEERE, Bk
AHHL T3 — IV ETIMITTRE Lz, $7-
TIWVTIYOREZHBES H7-DI1217 —ViE
WZ25% 7V 73 e s50mitTE L 7o,

FEWEO 2 )75 v LML BRI % O M
IR & TR, TR E L DEM L.
(fr R ~ O L)

FEHIZH 72> T ETRE Z 1572,

C. xR
EEIZHE LZZPDFTO 27 ) 7T » AL1L-6

— 150 —



£318.1 m//min, IL-87%18.8 mi/min T & » 7= (%
D. bbAHASHIZHFRO/NSVIRBEDE
2131320 ml/min, ¥ ) )V ¥ ¥ 5 ml/minfi %
Dy )T T AR ELN.

Mg 707 3 v Otk id#03ThH ), PDF
K 8HERI BT H 721 25% 7 )V 7 X 50 ml DA
T Th o,

D. &%

FIEAMEE RSN o 2 M EE O KG:w
BPEL e WERIBIC B W TS, KREEREIC L A1
BENRAKORIEE T ¥ K= 2A0BEN RN I
BHEELNLTCOZERAE~OERT T
B, SSICMEE LB L DA M A VEBRE
/3 chemical mediator % 7 L T D #FA 2% T
THI LD, FOWMEOREKITZ L
L7zO»BPDFTaH h, FFAGEOHER o b X
FWFEOB S5 b A W2 MEELETH
A.

FE SRS % & T SIRS %2 B E 72 & 989 M
YA M A UIIREORFEL L TEBIZBWT,
YA A vERETAHENSELNS. CHDF
DN RIEEY A4 M A4 Y Sz
Z & 12 X Y CHDFIZCRRT (continuous renal
replacement therapy) & L C 9 & 72 & 3 humoral
mediator [ OB 2 HFEMIYIZATD N T & /2.
F7, HEYA N A v REERETHHED
BEEDSEATWS, B A4 OBE L 72 CTR001
DHP” I A TEWETH LT A LA~
DWW ER R E EF 5 72812, cellulose beads D
ML A4 X2 K& CEERH L, imvitro TIE 50 kDa
LLEDSFETH SHTINE- a DR AEFA55%, 20
kDa% B2 HIL6DWEFRL 8% T THE SN
b THAH. ERICEESAMEREEATLZOE
BESFER SN TEB DY, SROEGNDERED
Fr-ns.

B 18 super high fluxJEIZ L A2 FEWHED
Bz A b A Y BREOBA»HIER R ED
TWw 5, cutofffH 23K & 7 super high flux &£ %
HHTAZZ 2Ly, MBHKE LS TFETH
HIL6H I RIETE L 2 &t sz,

MEEALEORIED b Ey 7 A0 A M7 A
VHEEAFHBELTWASZ LIFHEVR L, Z

%1 PDFIZXAE&WED ) 75 A(ml/min)

FAAG 1 Ie5R £ B IRE e 12
BUN 18.4 18.6
Cre 21.5 254
1L-6 18.1
IL-8 18.8
T.Bil 5.6 4.0

775 v A(ml/min) =
{ (CBi x QBi) — (CBo X QBo} -+ CBi

CBi: 7 4 V% — ALIO I RE
QBi: 7 1 V& — AL M
CBo: 7 4 V& — B OO M H R
QBo: 7 14 V¥ — OO g i E

OEEL SR TFEDENENBREYE TS 5
EVI RIZDWT B ) RIS L. £ 2ThH
b2 H L7-OIE M TY A b A
A OHETEHGTFERPEZREL 2D D,
[ ZCHDF ORI R % L9 5 HikTH 5.
PDFIZ L A EBOYA ML 7)) T T AR
IL-67518.1 mi/min, IL-82%18.8 ml/minT&H - 72
7, BMBAReAIERIC I ZoRITEND
DEFHEENL, SHROEMNOEESIAFFES N
5.

E. %

PDF(Z & 2 I 5L & Buliie 3B & OV EbE 2
PEWERFEBNCIEAT L, SEEY A4 P A o TH
BHIL6, L8027 )T Iy AkMlEL. BIRIZ
A7) 75 AERERN OO, B A
N B A VIAED R IEER T 5 REMED R
Y (A

F. ZEXM

1. Mori T, Eguchi Y, Shimizu T, Endo Y, Yoshioka
T, Hanasawa K, Tani T. A case of acute hepatic
insufficiency treated with novel plasmapheresis
plasma dia-filtration for bridge use until liver
transplantation. Ther Apher 2002; 6 : 463-466.

2. Saotome T, Endo Y, Sasaki T, Tabata T,
Hamamoto T, Fujino K, Andoh A, Eguchi Y, Tani
T, Fujiyama Y. A case of severe acute pancreatitis
treated with CTR-001 direct hemoperfusion for
cytokine apheresis. Ther Apher Dial 2005; 9 : 367
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iy

2)

l.
1.
2.

3.

-371.
AHZEE, mEER HME A,
CTROOLIZ X BH A N A v IREEE. AHART
7 x b ASEAHERE 2005; 24 1 256-263.

. Uchino S, Bellomo R, Goldsmith D, Davenport P,

Cole L, Baldwin I, Panagiotopoulos S, Tipping P.
Super high flux hemofiltration: A new technique
for cytokine removal. Intensive Care Med 2002;
28 : 651-655.

. Morgera S, Rocktaschel J, Haase M, Lehmann

C, von Heymann C, Ziemer S, Priem F, Hocher
B, Gohl H, Kox W], Buder HW, Neumayer HH.
Intermittent high permeability hemofiltration in
septic patients with acute renal failure. Intensive
Care Med 2003; 29 : 1989-1995.

TR e PR TER

Fte L

frsTsesk

A CFE R

Fie M, %m B, M MmE AHLKESR,
A, ERESR, BRILES. v N ERERE
P R A 2E MR 20 & O it 2 0 = — F R T o
FEAE. HEIRK 2005; 20 : 448-454.

Saotome T, Endo Y, Sasaki T, Tabata T, Hamamoto
T, Fujino K, Andoh A, Eguchi Y, Tani T, Fujivama
Y. A case of severe acute pancreatitis treated
with CTR-001 direct hemoperfusion for cytokine
apheresis. Ther Apher Dial 2005; 9 ; 367-371.
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FERIERS Z4e L
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JE A ER TSR B B CHEGR TR e fR T 782 28)
s iapk e &

BIEFHRE VY A% AW R REBBOEN

4

izett JRHEE  RRAKERPS AR LA R BB
S [R5

KEBER, FBAKE, PRIl AR EEEEANRBHUSIE, RARPRER N 4 -)
R, HNEE, BEHR RERREEFIEMFEH LSRR
LA —  (REAK R ER AR £ v & —)

(AREE]

BERIIEINC BT S MY T2 ) =7 v OEMHAL(N ) 7o V) & PSTLHZ X 5 2 OfilH GEHERE) O
B A N 57012, PSTIEIE T (7 ATl Spink3 EnT1)D /v 77w b~ A&{ERL, €
OFRBIAFN L. [J w27 My AT, E1%, R E MR s =R iz ka ), Wk Lz 72,
RESICBIT LML, 27 0— VAR TRV ATELRL, = 77V —=»HE5$5T— b
77 U — MR L I N B EE ORI T H T & A L7, PSTIE(R T (Spink3 EIRF) D
J oy 27y N AN BB FEREI LY - HARERIE, PSTI A3 ERL 5 Ml O integrity D
IO CEECHL I LA ERL, BETERIZLLPSTISTOEREEDEDS, W EMIE

EDIFENT T ABRBEOBRTICORN S Z L ERRET 5.

A. TFRBRY

N Ty =y O BE R LR Y
T UHEBIICE &R\ TE U A S kR8T T
57— OEWAIC L o T, FEORBHIEATH
CHILENBICEL LW RIEDS, BROTE
RHIERERE L E A SN TWh, 19964FEIZ b)) T
V=Y OB TEREEREEOERY, Hi
W 20004E I EGWE N ) S 4 ey —
(pancreatic secretory trypsin inhibitor: PSTD)
DBIETER L BERBIEOBMBRHI/RSNTLL
R, BEREICBTAN) TV EZFDAL
VY —OBEHEDVEHEZSINTVWEY., KR T
i, BETUEY T AT AW CTHEREREEICBT
BEYTY )=y OEECH) T YR
& PSTINC & % 2 Ol GEPERRE) O EE M 2
sz, wHBE L.

B. IRA%
PSTLEAEF (= 9 A Tl Spink3 BT/ v
7 by ArfE L, PSTIEETERORE
REFENDEFR T AT L 72,

(T~ O BCE)

oy 7Ty bRy AOER, BLUFYT A

Lo ERRE, M2 DNAEREIEE, b
L UBWEBREImE L RL L, AKRETHZO R
¢, NIH animal care guideline 8 X "~ )L 2 > &
BEICHl- TiTo 72

=Ry

C, D. AR LUER

PSTIEA(Z T (= 7 A TlE Spink3 Bz D/ v
yrw by ARER L, € ORI & T L
7o W w Ty by AT, Rk, ERE
MRS ze et zba y, WERLZ £72, A8
SUZBUT LML, A —Y AR TR -
ATERL, A= 77 V=0T AL —
N7 7 Y —HIAGE & IR E I B 55 = oM e sL AR
ThhHIEDHI L7z PSTLERT (Spink3 &
ZFYD 7Ty by A8 5 EREME
DI - HEBRIE, PSTIS T2 ML O
integrity DHMEFF IR CEETH AH Z & & B
L, BETERIZLALPSTIS T OEKEEDE
AbAS, RN B AN B 2 o S8 AR 12k 5 BE O
TN RW 5T i RET 5.

B EMIZ BB M) T =7 O
Lol owCiE, D M) T/ =7 Uil
sortingerror SN2 54 VS = 2BROH T T
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DUBILEYEHLSNLET BT ST UB
GlE, MY =F Uiy S T8
HHEDODL LT, drvid7as 7 —BiEEICHE
RAE MRS, BRVEIR 3 @ subcellular compartment
2R S L TIEMAL S L b & 9 A lautoactivation
MID2ODRIBEINTE, LarL, FhFh
DIV TEHAHATELWEZLH Y, BEELDL
SEOHDPEL VDD, HENEEERZDD, &
WO R IE DT Wi, bhubho#
ATVWbE— b 77V =HPE5TH LI E2
FiE, WhIZEZOHEVZ L, F—b 77V —
DERIZES> TR SINLIFT— 77TV —
LA(ZNDPHBBETALND ERIZHYLE T S)
&, MNUTY =y REBRICHEET AYA
BV VT T VEAELTWAED, F—
FT7 IV AL, FDR, AV —AERE
HLTCE =P IA V- LEEHTAH. bilb
ik, PSTIEAE F(Spink3EIzFID ) v o 7
7 by AOBREMEATE M) T o E
DHEREIBNELTVWAZERHBIELTNS
(submitted). BFAM -~ ATix, b)Y 7T oA
AR LT PSTIOEMET MY 77y v i )4
ENBW, PSTIEET(Spink3EmTID /) v o
T RITRATIE N 7Y IR ESHERE S N
FTETHAH. A~ 77V —DBBEOTRTHY
Ty = BEEL S NG Z L iERELEW W
B, M) TU U OFEESHIETE 2w S F —
TP =" LADR, A= T 7V —DB
BTM) TV = yaERILs s o, 7
B A TdH A, B ) autoactivation 4, 1,
BREPI AT TV YBHIHLT L LR 5.
HETHIE, +— b7 7 V—ZHEAREEI G-
2N TY T REET B0 OB R
BTHsrlL, ETHNE F—r777—0
Wi b)) Ty =y ERILTAEETH
BT b, PSTI A REIZER LT 5
JaTIZPSTIZRIELCOA— b7 7 V=30
ENpodlz. BEREMIBICRERENIZA -7 7
VDO SN Ed, BRI R
WHEBEINAN) 7V v OEWERE— 7 7
V- OF BT AT L FRET A, PSTIS
FeF— 77 VBT 4T (ATG5) @
TN w7 b= A Bl L7205, B

BB OEMRIERD Lol Ry A THY
T =T PERALENT N T EREO
HIEIAEE 4 LTV 00E»rOMRL, L
FEREZ BT S M HOMmFIRE L DT A L
WA bDEEZ, BUE, EBREEMPTHS.

E. ¥

PSTIEfET (=7 A TIE Spink3 EETID /) v
7T MY RAERERL, FORBEEEFH L
7z. PSTIEA=F (Spink3EIZF)D /) v 7 75 h
YU ZNIBT B EREAIEOZY - HEBRIE,
PSTI55F H3 W I B Al I 0 integrity O 4 35 12 45 &
TEETHHI L ERL, BEETERICLS
PSTI ¥ O &k E DAL, BB E
DFEIZ T LHEEOBETIZORD S 2 & &5
CRET 5,

F. 23&30

1. Whitcomb DC, Gorry MC, Preston RA, Furey W,
Sossenheimer MJ, Ulrich CD, Martin SP, Gates
LK Jr, Amann ST, Toskes PP, Liddle R, McGrath
K, Uomo G, Post JC, Ehrlich GD. Hereditary
pancreatitis is caused by a mutation in the cat-
ionic trypsinogen gene. Nat Genet 1996; 14 : 141
-145.

2. Witt H, Luck W, Hennies HC, Cla 5 en M, Kage
A, Lass U, Landt O, Becker M. Mutations in the
gene encoding the serine protease inhibitor,
Kazal type 1 are associated with chronic pancre-
atitis. Nat Genet 2000; 25 : 213-216.

3. Hirota M, Kuwata K, Ohmuraya M, Ogawa M.
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AR OWE, BEHLIEA Tl MIF O BB ] & v CILS, 16, TL-1 f DFEHATRD b, IfiE MIF
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EMIFIEm-PSLICEBWTHZIZZO LA S . D EOER2S, v FCDLEAO#EILS
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prednisolone (m-PSL) -pulse % 5- 1= L A MIF
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VA Fa—- V% fHL, 30mg/kg % EH
B AIE K % U CDLYERLS 0 an iz B E iR £ 0
5 L7z, I3 TldBlue starchi®E 12 & A 7 3
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