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T 2 REE (Type D &, PIUHEIRIE
W CHEYEREEED AMET § 2 9T EEIE
(Type II) o d, ZDIEEALE (|
95%) &, BRAIC7: - T o MR 2 FIET 5
Z B nAT ugEaE#E T, It PCIEME
1% 30~50% I T L T3, BCkOHRE Tidd

Ktk PC REFEDO T nHEEHE I —MRAOD
$10.2~0.3% IO SNDE &3, @A
DTRELMBIEDOY A7 BHVWEFEbLNLTW
3., LPLIRTOPCRZH (~TafEd
E)VDMBECREET 20 TR BN e D,
MURSE D FEE I 13I1E 2 O fERRIA T gL, M8,
FAlT, FARIE, ER, A Vv AkRE) bEES
LTwa s Ttnsg, BPETITbiv::
BIT DA TIX, 1986 05 1996 £ TD 10
FER IO MERFEE T ABE L 72 26,800 A D EH
DI B 43 A PC RZHE & ZWr & (500~600
A2 1 ANDHE) D, Bk TO®mE L IZIF—5L
TWw3, F7: PCRZAEIGDAGFIE S R ZE %
B ETIHIRMBIED ) A7 7778 =L L
THEETHL LEfEINT:, —HEbOTH
(50~70 HFAIZ 1 N) Tidd %23, Ifnrh PC i
BEULUTIETLTWS Z NSk EES
HE X, FraERcERESIREREL TR
RahzsZenbs (thad).

L mlt, BEFLFNFEERHVT, &KX
B2 PC % KR4 L 72 PC deficient mouse
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BIRIROERIZIER e 28, T X THIEEE (B
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AV b= T AEEAWCERE PCH#E
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3% PCEETLIHORINERELIEHT 2 2
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Fle bR U7z & 5, Fr4E R PR,
KER~THR, BER, IR, BEZESE oSS Hin
TS, X 5 W3S TRV X 2 2l
Te% &/ TEBEMEHE (neonatal purpura
fulminans)® & \» 5 KBk RiREE 2 2 2 A
13, KM PC RZFED K TSR EE (55 2 %
R LD PCEETF2REDCEERDHZ) T
b AHAEEEDSH D, RIEICEZE, HRE2TO N
ENH 5, L L IOk S BERITIR DIC 24
PEL T2 2 EN% L HEEBINIC IZHEE T 5.,
AN ITBR T2, RENZE 2 FRiE
BOBRWIEDNDH D, bbb OEE TR
TN -EBEEEIFEOES (H 1) 1, &%ad
3 5% protein C-Nagoya &9 PC BH DK E
BERBETH L EBb o2, #EETR
Wr 2z ic~o8) v el it 7a s 4 > C
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TENT, BHEZ TR T B FOWEND S

DHTH 5. FreE RN IREE 2 FAEE 3, K
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DESZRZERE (point mutation) TH 2., ZD
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LTw2eEZ26N5. EAEICE T % 67 5%
® PC RZHEHETO PC EBIE TN OFERE,
335%% (49%) T 139 Phe — Val, 169 Arg —
Trp (protein C-Tochigi), 297 Val — Met, 364
Met — Ile, 8857 G kZk (protein C-Nagoya)
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F1® protein C-Nagoya'® 1, PC &EfzFx 7 V
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Glu:GAG-GAA & ¥ Th 3. “hbo—iikk
BEZEEACBW T —EDHERTEET S
7z, % A D PCi#E{sF % mutagenic primer
vz PCRICCHEIE L 728, FRE O HIBLEE
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e — P O ISEEEIRRE & 20 0, U@ ss4:
U C KK J§#%F (warfarin
Crosis) B 3 2 b 5. ZOFHITiE, #&
5329 —77 ) rOmErEDSHRLICIERE
BALEMEE2 2B RYITHS, LTI
SR M PC RZAEWCH L T, ZNEEDEERTE
Wb o, MEERROERE (L 7a 71 > CH#
FDOHBG A S NBED T B, HHEL T o
T4 > Cik A2 23 < BRI RS
DHLBETIEH L, IvZe (KDY X 7%
Bv) TEILIRPIARGTE 5.
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