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i, fEko7a oy ¥ UEER (prothrombin time:
PT) RUEWALER > b1 > KT 5 25 VIR (activated
partial thromboplastin time: APTT) 72 & & KL, X
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1) hAHKRIS XM F7 1 (thromboelastography:

TEG)
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W7 FEBIE O S LB HIRAR O R E 2 & O jiAs
fiEpge S 7z, ROTEM Tid, clotting time (CT), clot
formation time (CFT), maximum clot firmness (MCF),
aangle 5 D/3T A —¥ OFEW - fEFTSIEETH D,
FEVER 2D E RN R I AT RE & 2> T D (K 1).
F 72 HMRREEE R N RREERE, B B\ IEHAERER &
W27 4 =W ALWEEIZE, ThEFho B
L2 b)) A—EED WS NTEY, MRAVIGHD
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(2 t-PA 2R % Z & THEM D HHFICED L TOM
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e [E| WA B FEMT (clot fibrinolysis waveform analysis:
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3. BRERICH (T BICAB

1) FVII B EEMHBIE & MAREBED “coagulotype”

By

LA 79 C UL e B 135 P S € o0 Fiie i o LAt
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7 5D 2 ) =2 T 5 2 212X D
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BT Bk kg, PR A I BT 534 23
A AN P 55 o e [E el 2 (2 B9 A F%8 (UNEBI
Study), 4 b ¥ —IERAMEN A BB 2L L
L7z, T3 T A THGFITBU 580 ik, F
AFIRE 1 15 RIS 350F 5 ILRE B 55 VT K- 3551 5 5
i o B ] BE T 52 L B A %2 (CAGUYAMA Study)
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BRI AR A (T s N2 Z2R389E 3 5 P FVIIT
HOPESHER E 20, JERWICHEEZINMEZF] &
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79 F 72 CWA b TR % & 4l %
1To72& 25, FVIIEMEAS 5~10 TU/AL FEEE I [0145
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iE % MR D A9 /NSRBI TRE Sz ABIT RV I
13 10% TH - 7245, PRP & 272 TGA |28\ T peak
thrombin 3K T3, APC#MEICIZE LA M
B b5 &) BIRAHER S L, APC #TPED I
T & 7% 5 88 2V WG B AR BB AT IC K DR &
N7® . Zofcd, BEVEEIRIIBIESR R TR
SN7z-7a ba r ¥ ¥ Yukuhashi 2% Tld, TGA IZ
B\ T peak thrombin (3 & ) PRENH DD b O

Y VRO DEIEL, fHRE L TETPOFEHL
WK 2GRz EOBROFEM BRI S, AR
X7 ha sy OFEEEE L TIERREET 5
bOO, TrF O Y ICHT AR RT S
EARHONPE 5722 Zo k5 IR FEE O
FERTIC D WGBS RE M A2 E H & % 26 0°
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5) ¥4 RERRBICHED BEFEOME

B RE 25 SR BIEH 5 W 5 HiC
FAELTEY, MEhES, IR, 70— LiEks
E, BUMAE 72 EBERICIBED v, LA LI NE TRE
M 72 B AP BRAT XA T DO NY, TETF YV ANARRET
LHTHERET DI 2B VIR TH -7, U
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IZBIT B EERE B B VIO 2T TH D,
ZOHEHMEZ A BE L Twg S22,

Bl 2 4%, WIRE L2 P 5 FRFE P L5 N EER (dissemi-
nated intravascular coagulation: DIC) % J&4iE L 7= 57 5
IZxF L CFWA B X N T/P-GA % v THER B X O
WEFERCEHME L 728 2%, DIC O¥EhE L L T HER
AL, B - WUEIN, BREEEAL, HEMD 488 —
AEEIN, ZBEEENONRY -2l 5T
w7 (KIS,

F 2RI, RIS BU 2 EERE NS
AOFHIIC b UGB AEIFHTH L Z &
LI/ LT Ab. FIERIZIZ CWA O|minl|R°|min2|
EV o 728 T A= F HMEE O 2 f512 B LEERE T
HEARREZIRIE L7245, T/P-GA CTakili 479 & ha »
VR E T TR VRO I & FFEET
HY, BEEEBBEONT V AEHLRBRERZNTY
LTENWSDE RS,

3BT

BhHUIC

AR EEEBRREARATIE,  MLAOR OIRTE R 1B DRF
flilice &L, H5W D OMPBEERE - HEO
AHECAHHTH S Z EDHE SN TS, g
LR L 7% BIHEOR A, WAL OE 7% & Ol
HHEDIE, SR IN S OMEN KBS T %
FTIHHIN, TETFTVAPEHSINDL EHFFLT
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