EAFBHRFHRBRE BERBRMEER)
SHEMEREE

JNEFRIT I8 1T B MR O BREHICEI T 0% & IR ORE

SHHRE A FH—8 PiEERRKTR NAREE

WRES : TE. AFEFER# S SRRV TR FIC MBS HERT S 2 &5
MEINTWS, JIFEKawasaki disease, KD)ITLHOMERTH L8, FEIKFE
(coronary artery lesion, CAL)Z f# - T F P Z # 2 (circulating endothelial cells, CEC)
DEHHEMT D E VI REEL Tz, SEIOFATIZ, EARMIIZSY 5 monoclonal
FiiE (clone P1H12) & B & & 3% D P9 K 515240 &2 (endothelial progenitor cells) 234" %
monoclonal Fiff(clone AC133)% i\ = SRR A Fikic & - T .KD20 #lic 311 2 CEC
R EPC 4 HE L, KD 848068 iicki 518 CEC #it. KD EE R
FIRICHE L THERICE<O.05)EM LTV, KD @ CAL &Y 86 #HizkiT 58 CEC
i, CAL M LEEQ4 FDICLEE: L THEBIZE<0.05)M LTz, & CEC¥F o EPC @
FIBIE, 4.441.2%0~18%)Th -7, CAL H Y BHEOFESMHHICH T 5 EPC #i. CAL
M|UBICHEE L CTHERICE@E<0.0EM L TWe, SEIORS L Y KD LFRIZHE - T CEC
RN A 2 A L, CEC X EPC #0#EMT KD OMiE N RMAREE * IR+ 2

EEZ O,

ABBRBIOMEED

1 Y fBR (endothelial cells, EC)X & IE
Rl EHAEO LR R OWEZR BRI
BOWTHERREIZE-Z LTS ECIL

BRMR T, RESEY A PUA o, BEA
FURBIIEIET D, HOHRIREIZEV
T.ECITMmEEED LM PIcHBET 5 &
DEHE I T WD Eur J Haematol
2000;65:215-20), HLEME /MR IR M SEBE
% (Thromb Haemost 1993;69:522). &
BE = #4(Blood 1993;82:2109-16), ¥4 kA
HawA4 A KEGEIE@G Infect Dis
1993;167:270-7), KR MEKIEN Engl J
Med 1997;337:1584-90), & ¥ .0 5 1 &

(Blood 1999;93:2951-8) SLE(Curr
Rheumatol Rep 2000;2:39-43)% oL 8 [
FEEAEIRBIZREWT, MBI
(circulating endothelial cells, CECyD 243
W5 EH/ESHLTWS, Zhbon@E
Tit. CEC &Nt FEEOF &>
=A== 55 LTS,

it . Asahara 5(Science 1997;275:064-7)
i3, b b OBRYEIL BB B S o fLE ATER
#BM(endothelial progenitor cells, EPC)#3
HIRT2ZEE2FRA L, 3bic, EPCHE
P IC B EICHFAE LG Clin lovest
2000;106:1527-36), LAHHEZEE O B3 DEEE
b HRFTFLI2LBEZNT WD



(Circulation 2001;103:2776-9), ‘B f#fiH L @
EPC 0BIRIX, ABZR RN OEFHE
KBS THL:ELZ LR TS, T4, EPC
R T 5RO RIIHTD
monoclonal Hifs(clone AC133)% W5 Z
LizE o T, EBRD EC »EREBRD
EC »%2&ERTE 3 L 5272 -7 (Blood
2000;95:952-8. J Clin Invest 2000;105:
17-9).

MR Kawasaki disease, KD)it/NESsH
OEHFMERTHY ., EHIRHE (coronary
artery lesion, CALY®# 5 Z ¢ 3H5. Z
ORBORBFEZN2HELE L TEEOMP
YA bAoA BBML EC Ot & EE
RS ZEBMLNATWS, SEOHRD
BAX, EC & EPC (%9 2 monoclonal
pils # Wi REFMFEEZ AV T, KD
O CECEITEMLTWALE I E 6T
FOMBOBER(LEEZD LITEH)EZR
MTaZLThHB,

B.MRGE

*&ix, KD20 Fl(5E#h 8 72 A ~6 %, T

26 M A. Bik=15/5), BF K (healthy

controls, HC)10 #(6 728 ~4 &, £ 23

A, Blx=64)Thd, 7 AHEBUC

LT, BXIIEREH O informed consent
RE LN, TTOKD BRiZ7HAL

WAL, KD 2BrEE LR LT,

T, TRTO KD BRICHL T, TAY

Y »(30mgkg/day) R ER y-7 07 Y

v (AVIG, 2g/kg/dose) DG 21T 7=,

D a—BEZARPICIE 2~3 AFRT
RiAT L. iBBef%iE 2~3 + AR THIT L.
KD20 &/ o 6 filic CAL 2387 : 5 FillZ

BOT—BWIRREKE 3~4 mm THRIE
#% 3 B ABPICWTRBLIERL). 16k

WUHEBRBR AR 6 mm THRIE 1 F£H#IC
3~4 mm (ZiRFE) L BHT-, KDBIRNMHGm
B, SO IVIG 1R 3~7H B).
FARMEMO IVIG IR&EGE 0~11 % H), &
BHCE 22~37 I/ ANTISVTHETT L7,
CEC o4 BhiikiX. Solovey & O#E(N
Engl J Med 1997;337:1584-90)IZ € » 7=,
4 1ml LT, BV PR~ 72 IgG-
carried magnetic beads-coated F1EC =7
A mAb(clone P1H12) % & ix & &,
magnetic concentrator {Z £ o TEC % fitH
L7, CEC OoHiETUHEIHIX. George 5
D FEMBlood 1993;82:2109-16)fE - 7=,
¥4, May—Grinwald-Giemsa Rz X
2T, B 30um Ll kAo IZ magnetic
beads 2% 10 AL EES LTV AL
CECELEBLE(E ),

1 CEC(E)E non-CECH)

512 CEC O T4 012, NEHIKR
"R (< U AHL VE-cadhelin mAb
& #iE-selectin mAb) 2 AWV CFITCI A L,
HEEMET CHELZE2),

[ 2 VE-cadhelin 5t A8A(ZE) & E-selectin
ARG




%7 . EPC OREDT-®HIiZ. PE-labeled
AC133 Hitk 2 AW TIRE L, HERL—W
—FEME FCERE L@ 3),

X3 EPC(£) & non-EPCER)

T _RTOF—F X, mean+tSE TRAR I,
KD %% R o 21X Wilcoxon signed-rank
test. KD & &% EMHC) D £iX Mann-
Whitney test THENT L7z, ki, P<0.05
ERBERV L LE,

CHIERR

HC @ CEC#u3 6 @I F Th o 7(¥y
3.2£0.4 f@/ml), KD Bix. CAL & v #
(CAL+) & CAL & LB(CAL)YD 2 BIZ
&nrz, KD MM~ EER0EFYE CEC
¥ HC 1B L THEIZ(P<0.05)&D >
7=(X 4),

K4 CEC#¥ (fB/mb
OCAL % L, C—l@tEiiig, OS8R

* * * P<0.05
o 1 M M
43 A
30 1 ° %
20 1 ’ T =
'y - -
= i
10 1 bl il
o ° - -
o
CAL - + -+ -+ HC

KD &8 Eol BEEN WA

CEC #i3. KD SHRI(EE) 16.4+£2.1 f@/ml)
b EAMMREES 21.022.1 Embicid
THEML., EEHAGES 9.1£1.7 BmDiod>
JTHERICRED L, a6z, CAL A9
OF-¥) CEC #ix., CAL # UBHIC R 1T
AEIZEP<0.05)F o= (2 M1 23.0¢4.2
vs 13.6+2.0 {E/ml, MR 31.0£3.1 vs
16.7£1.7 @/ml, EIHEH 15.7+4.9 vs 7.320.9
{&/ml),

HC ZB T EPC (£ O -7 (E45)
23, KD20# R D115z T EPC A HIR
L7=(CAL LB 145964, CAL HVEE6s
F54), € CECEFDEPCOEIEITEHT
4.4£1.2% TH->7(0~18%),

X5 EPC #{@/ml)
OCAL %L, C—i@H 138, DEBIVE

* P<0.05
147 M
12 1 .
10 1
e
6 4
4 % -
2 - - w -
0 .. - . . AR ——
CAL - + -+ -+ HC
KD 28 @=oiy EH6S BEH R

KD # 2 0EE EPC #(TFEH 1.4+0.5 &
fmbix, 2P CER 0.420.2 {8/m])=EE HA
(FH 0.8£0.6 E/mDICHELTHEI
P<0.05) &b >, & 62, KD MR
BWT.CALFH Y # 0 EPC B(F# 2.7x1.1
f8/mlyix. CAL £ LBCES 1.0£0.4 E/mD
WCEEEE L THEIZ(P<0.05)E N -1, HiT,
RO 1 FlicsnTiE, CEC %+
EPC #ixEEHMic bR E L THEER



Wi, £/, CEC# & EPC . CRP®
B ERE e ¥ OBREKT — ¥ L BE BRI
BERBOLZP2T,

D.%&%2

KD iIREZNICEFONERD1OTHD
LOBMAEPTEIENTVD, ZOKRBITECHE
BEE|XEITH, TORRNRER~—
— IR ERESR TV, BEETIZ. KD
AMHOMFET von Willbrand B+, FIE
# sekectin, FIEM ICAM-1 S0 HEHH
L Ixh T3 Clin Exp Immunol
1995:101: 13-7, Clin Exp Immunol
1997:108:446-50). “HHDEFDFEHFIL M
MRS RDLLOTIERNI Cell
Biol 1985;101:363-71),

SEIOHFEDOIER. KD SHEHNLERIERIC
M TCo CEC 3ui. BERMHOWIHERLT
HEICHEML TV, KD T TOEHIZE
WTIVIG THEEL TWais, IVIG 23 CEC
DHRICEZHBEIIRHE THE, CAL FHY
BITBiITD CEC Hov'—7Ei3maMBcE
9~11 7% A)YTHY, ZOREIT L= a—REIC
T KD @ CAL 238 % HE Sl —
15, &b, £ CEC o EPC #Ho#|
Sith&EWz), Zhio CEC @REHi3im
BREMLFIBEL B ECLEZLND, — 7,
i, hEHEWREOSEIZISWT CEC
FRIELE, HENERYieH-7-(data not
shown), > T, CEC # DMz KD D EC
EEARML, KD @ EC EEOH 2K
v —H—iZ iV EL I R RRE N, 5 EID
BNTIE, MEENSLO EC HBEDOAN =X b
XD, AT A BEOMFER T, 70
Fr—EENTHRIG. WEFHESLT Rb—
LADAGADELEBEZLND,

EPCIX BB R0 NEEBMIR THY,

WA HEF L, EFEICBETILEL
B T3, Vascular endothelial growth
factor (VEGF)# EPC Z B8/ bt~
BESELERAEZETLIERBDI>TEY
(EMBO J 1999;18:3964-72), fn#f VEGF
Eix KD 2 Icm o LB RES
hTw5sAm J Cardiol 1999;83:337-9,
Pediatr Res 1998:44:596-9), &3 Suzuki
& (Circulation 2000;101:2935-41)i% . KD
@ CAL WESIZIZ active 72 remodeling
process BFROHNBIEERE AR FHNGE
MLz, S EORIMTH, CAL HY#D KD
BT, BULEO KD BRICEBLTHERIC
SEomP EPC FEHL T\, &b,

EPC #ov—2i%, CEC o' —7IZHEL
THRBFB LB MHE 2RO, Thbold
LY. ZhoHn EPCIIE fEM DB RS-,
KD L& &IZE> T &EISHD EC BED
EERH/ N E BT E R ECEEL
TWBZEIRHBEENS,

E#&#

1) JIIERE D)2t E S T
TOFn AR RRCEC)EE., KD [EEH
Sof it IR (HOZ L TIANL TV,

2) KD @ CALH V8D CECHud. CAL#
LEICHEBL THRICAVVEREZRY =,

3) CECo&HIL, TimEENLFH#EL -
R EC 2B 2o,

4) CEC#FiZ 52 EPCEOE G/
ot i, FHZ CAL 2% 45 KD &Rk
TiZ EPC #0383 AEAERL.

5) LLEX, CEC X EPC #O#fEiNiL, KD
MERONEMREELRKRLTVWDHLEEL
b,

FigRefaRig i
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158 N7 R EE B0 apoptosis [281F B signal f6E & FO R

B

& 12, REMAM, BEET 15, kB!

ST RRILAERF SRR « TR E. I B AMBERIFIT AR, 3 DEX - A DRk

1 44EEOTE (F5HR)

g=1:5))

FRERA 1T U O REMBOBEMLICEVRETRENBEIh, BRIZL-Tit. &
BRF2EFFRLTAETFEOLOILLERET D, HPROBEASHFRICH
HELEBLTER, SLE, VUusF2ILoL+iHatngRiEgiTsse
FHENTWS, FI T, HPEREHGICEI A2NEANAREROEEEZHLMIZT
5. BAERITIL. MR MRS E SR O apoptosis (ZEET 5 signal g% 1,
ZOEAERET AR FIC OV TRM L,

[#i£] # 4 @ protein kinase ZHEERML % . BERLEMIE BATHUA L B\ 7= western

[#6%]

blotting FCH&MC L, FRLICHTAHEEFD 124 LT insulin DEE%E
#A<f-, HUVEC (bt FEE#FHRIDLENZMR) % TNF o & cyclobeximide (2T
WME (TC 43) 7. insulin RE%E L. cell lysate PDEBHE D tyrosine HEEHYL
# R -, iz, MAPK family O3, TC 48k L TE D% O insulin FIE T
EHESNANENERMN LU, £7/-. apoptosis ZHFET 5 & dh 3 Akt/Protein
kinase B @ serine/threonine BEMEIZH L TH. TC LBOERB L FNiCHT 5
insulin R E B,

HUVEC # TC #LE L, MAPK family 2~ & 24, 16 FEITITERK 1/2,
p38 5 L Wt SAPK/INK =T Thr185/Tyr187 A3 #Ee{b /-, £DW, p38 i
BLRE{EBEE TH o=, —F. ERK 1/2 11, BABETHLHEBLIN TR,
15 4342 insulin {RIFEHBERL 233O Do, 30 HRITIEAERLR 2D,
24 BB IR SE L E N, R, MOEBE® tyrosine BEB{L~D insulin
PEAERE A, TC AE 15 %2 130, 100 B X U 65kD fHEDEAEN
insulin KAFHEICBEERL S, 30 RITIEHIC insulin KM RSB L S hi,
TC /E 24 BEEICIT. #9095 130 B L 66kD FHAOEHEA, insulin (K7
M R S vt-, $7-. Akt/Protein kinase B 1/2 1%, ®fH & < 53, Ser473
2 < BB X . insulin AR (LI, LA L, Thr308 @43 TC
SLER - insulin BT TH BB E T,

[#&d | PR TC 3T L - T p38 MAP kinase DBBRILATRF LB b Z &

H 6, p38 MAP kinase %" L T apoptosis 232 2 > TV B RIREMA TR X T,
¥ /-, insulin iX Akt ZiZ U 130kDa ERE 2 FOBBCERE 2 BERE LT
apoptosis Z{EHET 2 FTHEMEN R I T,

1 4B

SFHEREMEFRNRHAREE L OBREHALNICTH7%, HUVEC [CEBFHERE (EH
SEAHIIHIY, TTHEEERB E LT, TNF a & cycloheximide EASME staurosporin
% Fas-ligand % % M\, F#RIC ERK 1/2, p38 35 £ OF SAPK/JNK % MAPK family @88
{bERD, TCAETITRELBBRILBREERL -7~ p38 2% H L. 4 @ inhibitor DEhFE%
D HO>DOFD L L Tt protein kinase HOMEEBRLE BV, MREFHIB L p38 &
apoptosis & DD signal EERAH L MMIT 5,
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MEHEDA A—V T
BERBRfL, BE &1, BT 18, KEM{C4, BREs EaEze HmkmB!
| B ST R AT - AWENYE., (8 B ASERBMRN.  BEX - ADRE.
SR A, SHIK - E - KRk, SERBRNT - REET

B8] FPER* L COREAROFEE LIV LERPFES L, RRICK> T, £
BRALEBRLAFFOLOITLEE TS, FHIROEMLRLF FRE CHd L EE
LTB%. SLE, U U<FRiE U T alartagrsiits L FRIATH3,
7T, FHEBEELCLAOEARAROEELZH LTS, BERIICIK, Candida
-~ F K CAWS ¥ rabbit anti-mouse MPO {2 L » THE I 2 MEREEFOBRIMLE
A=V v P OERORT AT,

[#iE] C57BLI6 + 7 Alzxt LT, CAWS (150 mg/mouse) 33 & U rabbit anti-mouse MPO
(1 mg/mouse) %5 L. Mx T 5 H#%IZ FMLP(10-8 molmouse) 35 L, FMLP #5 7>
50, 3. 6, 24, 72 REREOBRE = 3AAREIC T 2 BMMAE O fn FUR 82 BERSTE
gLk,

[/ 2] FMLP #5#%. BB L & HICBHM/IMERS B L, BB i3 miiEE O
F. AR E o fif0ELE, MEOPEHREOREVPBR SN, Fri< FMLP &5
72 BRABICBWTER L NDEENEE A bN, KREICOE > BREM KOS L FRE
Ihiz, &6, ZOnEBRFPROAK~DEES ITCAESN ~DBBEEZHE D
DTHoT,

[##] CAWS ¥ & U anti-MPO (2 & - THE & h 2 Bk i & O S %
AENTEEL, FPFROBEE2TTIENTEE,

1 A FBERHE

CAWS & anti-MPO OWFH B ET A LIZE - TEREINIBROLERET LIZEBW
TUTOBRNEREEZTWD,

1. BHEROBEY LY 7 TICAKANCHRTILERH LD, EENTHFREZW
B L. MEREALICIIT BF FEROFIEDOHER L L U PEREOE R EZT 5.

2. MITHEMNERFHLEROETICE VW TEELRREZE > TV O FREEEH LD,
MF#HE, MER. OFEDRT A —FZ 2N THRRT S,

3. HEROMERORIE « EITICBT 2RBEHAMT 200, BHFPROMEN
BRI B RS OWT, Tl h—Y AORBELEEE 2 C in vivo, in vitro O EAH>
LRI 5,

4. MBRREICRIT S MPO, 02-. NOS OB&E Iz >N\ THRMT B0, FEFD/ v 7
T hw o REFIALT, CAWS 3L anti-MPO iZ Lo THR SN2 MERE L LLET
il
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g4 & mEFE : EC DIk
WO AL, BifRiE. MBRIER. IHKEREK, NFRE—
B KR 8

(ZE]

A A A BV TR E SRR EEAREE LTI LB TETV A,
B BT REMBE S BT A5, Thb0E TBHMINARTH D, RIEIXAEHE
BAESMRERE TH L, BLACOEREIIRRIFETHD LEALNTY D,
RS P EIRES E LTRBORTE TR AN TE ), MEREISEIT
- A MBS CH-> T, MEFELERITELIATIEAOLETHY, ZOL
ML HEERAESLOTHELTEIONBETHD, Lo LPEABIHE SRR P B A
B~k BT ABRMITEESNTRELT., REMROTRATOEESAFHASL TS DY
GV, 2E D FMICEE LTV EAERHRLRATELRL 2D, ZITIODR
BRI B, 1) BMMEHEEFSRRBIPRICLEFEET 205, 2) MERICE
VT IS HFARES LTV AREREET 500, Baidl) i1 Yes LEXTWS, M
OHHIC L ABIIRO U EF Y ¥ VMR OHEIE, DTS Z L 2BLMIC L. BN
RO BEAEBHERTHE I ERTB LY, 2) b Yes LEZTWD, BEL I
BEBENTHS D, JIEHTHET 2 EIIED TSESHR TBRE OBL/ A F— O
%Ewﬁﬁﬁkdéofwéoitﬁ%ﬁ@%iﬂ%%&%@%%ﬁfu%&f%&w%
DThB. Heillm®s s LEFETHREKHEND HO TR bo L KWREEH
SUERHDBEBZD,
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BEEERBEECTANAS VRT AEAWEINRBETICBIT 580MEER
e

Bk — 0, EiRHeE v, mAfE 9
E VL EIRFEER R EER U, (B Sr R RF FRRT 9
esekizuk@ wakho.hosp.go.jp

FREERIZIST 5 LECT2 AR
BBV, BEAk— V. NEFIR D, kB
B S5 ERBTERRI AR V. EFA AR 2, BB 9
kmiya@wakho.hosp.go.jp

LECT2 (IfFHRRIC L 0 RN R LELASh, FHREEEMEZEHET I rE0 1
ELTHEERR SN, FRIEISEMEIL THW D REME, BEHR LS LE RIS
ZETEESHEMIGFRINTEY . BRMCIT, SEFBREERET LEERCIE
AL, BEMESY) v-FOERECLI>THRTIZLBHLMC A>TV S, 1L,
EOELEEMBTHIFICRITHELVVEE, FRAL OBEIZSWTIERFIH L
DRRFERER TRV, RiEl. R4 PRS0 LECT2 OB AT L & 3t LEHE
BUZ LECT2 NS LR 2 FTREM A D A & Lichs, S EIBVEFE 28 b K 02 1E
BT OV THERM L, E5ICBREADOT VL a—BREHEC LECT2 MR E T+ 5 ahet
I DOWTHL BN EIT o7, £ LECT2 & kupffer cell DES# A8 & s 3 =512 wild
U LECT2 KO mouse DR#IRE ¥ 1.0p m @ microsphere ¥k L. FFET® kupffer
cell DAREDOERTEEEMBETICEBE, BN L, BECEBREEERELCFA AT
VAT AERAVESEDFRBE T MIBT ABIMEBIEIC OV TLERT A,
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Determination of the structure and dynamics of LECT2 using molecular dynamics
simulation and combinatorial strategies on the secondary structure
O Wayne DAWSON!2, Mie ITO-ISHIDAS3, Satoshi YAMAGOE!, Masaru
TANOKURAS, Kenji YAMAMOTO?, Kazuo SUZUKI!
iNational Institute of Infectious Diseases, Shinjuku-ku, Tokyo,
2International Medical Center of Japan, Shinjuku-ku, Tokyo,
sBiotechnology Research Center, University of Tokyo, Bunkyo-ku, Tokyo.

The function of the LECT2 protein is not well established, but may play a role in
cytokine activity. Polymorphism of LECTZ2 (V58I) has been associated with the degree of
severity of rheumatoid arthritis in Japanese patients. To help understand the role of
LECT2 in this process, it has been of interest to determine its structure. However, due
to the sequence length and the large number of water-soluble residues in LECTZ,
extraction of any long-range information appears to be intractable using standard NMR
approaches. The NMR chemical shift data has been able to show that LECT2 is a beta
sheet protein and this is also confirmed in theoretical secondary structure calculations.
There is some agreement between the locations of predicted secondary structure and
the Ramachandran angles estimated from the NMR chemical shift data. To help gain
further insight into the three dimensional structure, we have used a variety of
strategies such as threading and alignment to help tease out the structure. Although
homologous sequences of LECTZ are found throughout the animal kingdom, LECTZ2 has
less than 20% homeology with any existing proteins in the protein data bank. We found
that threading combined with MD simulation was not successful. The most promising
approach so far has been to use the secondary structure estimates found in the NMR
data and to combine this information with a recently developed theoretical method in
polymer folding [1] and beta sheet alignment strategies to drastically reduce the large
number of combinatorial way that these beta sheet regions can fold and to use long MD
simulation times at high temperature to finally test the stability. We have applied this
method to a small subsection of the LECT2 protein where the polymorphism of the
LECTZ protein has been implicated in the severity of rheumatoid arthritis. Exchanging
Val58 for Ile58 does appear to have a weak effect on the stability of the beta sheet
structure in this substructural region. The beta sheet regions would be an initial
binding surface in any molecular recognition process of beta sheet proteins. Hence, this
may reflect a reason for the loss of function of LECT2. Nevertheless, we do emphasize
that these results remain tentative until we can test the additional structures that also
satisfy these alignment criteria.

[1] WK. Dawson, et al. (2001). A physical crigin for functional domain structure in nucleic acids as evidenced by
cross-linking entropy: parts I and II. J. Theor. Biol,, 213:359-386. and :387-412.
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YHGF B - OMMK FL—Y— & LCORAIR
SR AR (FFRaig). EvERERE Y ¥ —H5R0 - EREREHEN
WECE  HAK— BRBHE). EVEREREY ¥ —FRET - ERERFETRLN

e-mail: backen@riimej.go.)p

T=hF TORE]

LAkl FI L% (p4.20m) &7 28 AKMEEET ) R-FIToWT, Mgk L—
Vv T~DIEA Z SBRIC RN CRR BRSO TRHMELZ To . FOER, HiRic-
Wit (1) Bk EEF B FRERICIVRFUAELBHSE TS, PBS oM
Ragdh (v a MEM) THONCEBEREZERL, TOSBICIITAT I ZLEL
FTBRZE, (2 TATIVE—HITy RS b—Y AL o TERVAERT /BT,
RBZOVWTHLTAT I ERBLTVWS LS T, —BROERTEL OF / RIFH Mk
~PEEINB Z 2. (3) BRI YW TIEHHERESR | FITC ARIERR% 2 4 LARICRAH
Hep e HENBEMBERT T, BHchits 60 LR LHAWETH I Z EBALNIIR-
7-. MRREBHIZSWTIR., F/RTFOEMRICAV GRS TOPO BELTHHORMEL TIFH L
EEGTHEICRD LN, T/ RTFEOLOOFERINEWERbhE,

M1 AEEORHE]

BACHREAST JRFEAERNL—Y— L LUSRAT A0 oR#E{bE, NTFOERM L
MR ~DALIEFEILBET LT L,

s TAT I VKT CT BT B S B R O RS

- REEHO R 5T/ BT OMREN L MENERE O

CRIBRORED (=RNARY MADRAE D) T BT O
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RIEIZ BT B carboxypeptidase RICPR)D&HIZ B+ 5 HF A

ME FHE

4 i BT R E B S F [E AR SRR

hiokada@med.nagoya-cu.ac.jp
ThETCORE

A OB ARICENEAL LM, P RORFERCEECERLZT 747 1
¥ Cha #ERT A, FREMFPICIE. IARFEIRTFF—¥ NCPN)DOLIZ, T
AEF_RTFTFF—F R (CPR) BEEL. CPRIZ e ERTFIAIVEFED LY
T AERER L - THIEEO o AN RFLF7FZ—+¥ R (proCPR) Mo AR S
N5, CPN® CPRIETFH 745 bR VEORESTF RO C KOEEMET I/
ReA bR L CARERILT 55, ChaF 2 #~7F Fxt LTI CPR @A 38N ATEL
R %R LT, -7, CPR AL M T ABEIBOTHVZAOND, F A b
#5w B OWMEIC FMLP CHPHRATIKT 5 &, £ OE EEPRIZ proCPR 21&
ML BN END Z L2 RR L, T OEEEBERIT. BeEDIFREE
KErFovavl bEBEPYE2 LS FAFZ—PTHHL2BAERIFERT
B & HMC LT, RIESMLOEMALGE PRI, BHT DT A7 —Bi2 & » TEKPHIK
ETO®/RERETEG TR, FOLTFXF—E proCPR &ML LRl E
RIEOMEC LB Z EBTRB SN, ZOBRRRERIGIET E2RTF AT 74— F
Ny 212k BREMEERICRES HIT, BEEML TSI 2% CORMNRIA
BRI FETIERICLRY I B EHBINE, TOBFEHONITLI LEIZLY,
HLUNHELLOBRBIEOCHRRICLEND LELLND, TOEDILL, EREWMEH
WEEFLERLRARCHSL, F 2T, EALEY b, 7y PRV XOMmEER O
B I ARFLRTFF P ORI T, b FIEROENL & OB 21TV,
Y EBRICLERIERYERE LT

14 £ DFHAI

ProCPR XM AMAAET AT & L TREROMEIN—TICL > TER SN
7= Thrombin Activatable Fibrinolysis Inhibitor (TAFI) &R—®BETHSHZ L HL
A XL, - T. CPR i activated TAFI (TAFla) L R—8ETHD., £ O@EHE
AR ORMA RS L CIERR FORBIZLEb- T 5 4B b0, £Z T,
B®|7: CPR OARAMEIT A 2 L bRBICRDBZENHY 5B LEX, proCPR OIE
bz T BRER 7T FORELEIT D,
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