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TChEDHMNER E . B X W1 (XID 23T
WHE (AEMWE) ([T 2 2 L THEDHNER)
B b, MERKTN 7 va—=2027 X3 2017 4T 30
ENRFEoT D, T O, HMAEE I KOS A R EEIE
FOGIZB LT, ifAe « Ik OBE» S TEL D
RN ED b T&E T2, —J7, WERREEE (FEfiltH)
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RAA 2 1ICHERT 5,

b MR 2 EEOX = — L Thbb
BT =/ =7y HREEYXF=/—F
(Low-molecular weight kininogen: LK)’ {719 5,

M¥x= =" 0T1 >DOE LT 5 alternative

R2 REEFMHEICEST S X, XI-HK EE&51E.
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Arg353-Asn354 & Arg362-Leu363 AHITEh, [FIFTOTT7—E KA VETMALHKDpXIla IZE# S
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AT HMEEIE N K 372 BEFICH DN, #HETHEEIEERICIIRAETETTLVEL, Xllad 7O
FT—ERAAVPBEU I TARIFUIB ALV EZBHDEGF# R ALY DI E L7
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BHEIEIREZEREBEZE > LTHD (XK Y (LKREFEETD (X2 F=/—452DFAA
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T& 2% W, 120% ‘real surface T, HRIMECHAT
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TIEHDFEOD AR BB S, DAL ED
AR A RS 5 Al REMEA HE SN TV D 29
RV Y UEBIE XTI ZfEHE S 57210 TRl br
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WL MRS RS U AL, 2 A A
EREE UARIEMES 2 ki f- & LT MRIC A S L, #2
il OIEMALIZE < Z E DR E Tz 20, M/ Y
U URERVERNTRIE & BEE 2 T 5 R Th D
ZEE, vUREHWIEETHH LN T
% 20,

AU U UERSS RNA 72 SIREA L2 o mieERM %
SRRt Y (397 o o (e 771 s O < STUAL M 11 28 Y el R
AREMENBE X BiILd, KUY U EEROERRF (R Z
MT2WEERR LI ERFERS LT ND 2829,
2 O AT XIT OFEMHEAL 2 3m6l 42 o T BK
WL DRBEEZIMADNRDR D L7000 LR,

2-2-2. ~/NY IR LT ARHiR O XIT (AL
IR o EFRS

2007 5 2008 4EIZ T T, KkE & R > Tl
BN DBFIZMEIR T EOFEFENLH L,
REIZHBENRICE L REINTZ, ZORE
FRIT, ~NY VBGNTRA Lz iRiER b v R e
A F Hil: (Oversulfated chondroitin sulfate) 73
JFRTHY , WAL= Fr A FURBEIC LY
XII 23 7EM b &4, XIla ok PK #i LT BK 28
FEAET D LIV AEFEFEENAE LI LHfEEENT
W5 2,
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(4315 104 kDa, %% 1 2.7-2.8) O MmAEHE» L /3
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5 30(F 2)  BEH R 7T 7T —8 Th D Xlla, Xla,
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Cl A e — LR oMERIMO TN
72, Cl A e #—i%, N RmfliK) 100 73/
FRFREE O 5 B\ HEBHIE M 2 52 1T 7o (A CHEH S &
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DL TrT T —EBERE bR nELrE b
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nkv, Cl frev¥—07usr7—YREEE
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L7 F KA L, MENEGIE S A ERORE S
Ze PN U R L PR O P L AR L) < D TR
DD E R S LT D 835:36.38),

3-2. BA VYLD uT T —F DOHEME
Bl R SV O Y= Bl e Y ==y 3

K6 LAE>OTOTT—
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UImDOHILRF I LEE T
OF7—EnfEtL!) DEE
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