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LYS1s Time OWPNEIX, FRERE -0 OHIEIE - OBERE, £ DR OFRIEICIHE

WICEHTHDLEWVWZD, L LR aAP, TM-TAFI, PAI-17: 34 _ToO
Kl DRERE &2 S L7 #E B 3G H D DT F RS B 7 B 4 1 B Al
MLTENLOFLGEZHEL TV ZERHETH D, £/-, b DAL
BAEOO G Z2ER T 2 TS 5 Z LR ETH D,

BRI L TX, HERIE (40 5%2LT) . FERE, £72, @EhlZkncsnw T
(. MV O BERERETE . EEREIRF ORREMRE IC N2 T, DIC, AL 7 3im 4 F—
v A, HEESREINRAEE. APL 72 ICHiFE T 5 “RIEDHATTHEIEICHFER L 72 < T
QAR

Novel quick assays for hyper-fibrinolysis mediated bleeding
Ernest E. Moore, US

ZHVE TIZ Moore 1513, BHARIICOWTHRKRT —# 2 2EITWREL O
BIEICOWTHE L TETW5, 2 FRTDH 67 [7 SSC (Subcommittee on
Fibrinolysis ; 2022 4 7 4 12 H) Tl ERIZBW TR, Bl I8RIAE % FFE
T 54 E LT, rapid conventional thromboelastography (rcTEG) % A
7z clot JERk % (R KIRIE#) 30 7 OFfiReE (Ly30) ZIES 5 HiEDOA MM
DNTHELTWD, ZOHT, LY30 28 0%, D-dimer 7% 2,600 ng/mL % i 2.

&L BRIEITSEAIE L L, EEEIRMARGE (DVT) 72 & omietts <> hol
A MMWELL ERT5Z 8, 70, BMEORBA % Fibrinolytic Shut-down (Ly
30:<0.8%) | A= BE 72 MR IR AE (Physiologic., Ly 30: 0.9-2.9%) . Hyper (Ly 30>3%)
LEFR L, FETRSORmME L ORRIZ OV THE LT,

AalE, 7€ D rcTEG (2012 T, tissue-type plasminogen activator (tPA)
ZINN L7 TEG (tPA-TEG) (2 X 0 BRAEIHIA 234578 L7 RIECHIET 5 & |
TERHE TE 72y o 72 4ME# @ Fibrinolytic Shut-down & {EHRA %2 X A4 5 =
LW TED LG AN T, IMEEDOBERBIZ S STk L, SEC Y A2 %
KON - Tl L L 9 & Lz,

SME#% 2 RFILANIC rcTEG & tPA-TEG 23 % S iz R ASME R 981 A%
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®gr L LU rcTEG O LY30 2512 & LT, £ 8 DFRBI % Fibrinolytic Shut-

down (Ly 30:<0.8%) . A=BRAY 72 MR TA IR E

(Ly 30>3%)

(Physiologic. Ly 30:0.9-2.9%) . Hyper
48R L. & 512 Youden Index % AV T tPA-TEG LY30 % f81%

WZ9ODTN—T%ER L, ZRHDELE Y AZIZOWTEHME L (F),

.9 ORI B

rTEG LY30 rTEG LY30 rTEG LY30
<0.9% 0.9-3% >3%
shutdown normal hyperfibrinolysis
tPA LY 30 >35.5% sensitive 51(5%) 71(7%) 91(9%)
tPA LY 0.4-35.5% normal 185(19%) 392(40%) 135(14%)
tPALY 30 <0.4% resistant 32(3%) 15(2%) 9(1%)
n=981

9 SOMIRFHD 5 H 5 DOlF, WHLEROHEMER#EL TW\W=, &KL LT,
9 S>OFEHEAT v TEG F7-1% tPA-TEG B L 0 L RO FHIREE N E < .
INBIEZHEa Y AT ¢ v 7 AR

hyperfibrinolysis, early fibrinolysis shutdown, and hypofibrinolysis)

S LY 3 o0 FREE (true

KT

HZLENTE, ZDOLH1I2 rcTEG & tPA-TEG O#AAEDLEICL Y, LR

OFMFEE T EL, £z,

P & MR R FE R T OMEZ R TH5 L

EDOMHEER LT,

TRRIRIE IC L 2 deE s I S D, tPA-TEG
PAI-1,a2AP |[ZE DOFHEE, PAP I3

IHIZZNHDOAERFIZHEHE L, Suzuki b & LRI TITo 72 KT LR
W) R U w2 (SDS). Triton X-100 % fV 7251 L\ Turbidity Assay (22 C

FRAT LTz, SDS IEZFEMERTED A A S ETEMEATH V. Triton X-100 131
F MO FETEEAITH S, SDS 1, SERPIN 0t U > #5E O BUKPETNLIZ
BLTINLDOIEEEAEL., ¥7-. AP & plasmin OFEAZMEESE 5,
Triton X-100 | SDS & # L /X7 B OBKFE G Z ¥ v B0 LR ZHEIE S
HZEMWTXD,

In vitro TORERL S /37 ' % H 7= plasmin generation assay T, SDS
RLBRIZ X O IEMEALIXSE RIS S5 23, Triton X-100 OLBRIZ I 0 15X
AT 5, £72. ERILEE V72 plasmin generation assay Tl, Wt
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O EFIXIZE AL Z 572003, SDS/ Triton X-100 OALFRIC K V) BEZEIZ E5A
T 5, —H. aAP KEBIMBFETIE, EFMAEE g LT ED EAITIRETH
%75, SDS/ Triton X-100 DB D B TIT E A EZIT 72N D, a2AP O
TFENNWZ ENBRTE D (ZORmEEAIZMHEH L7z assay TiE, a2AP,
PAI-1 OB 2 PR L CRUGZET 52 LN TE D),

Eikod 9 >ORBA (£) OAM/PIMIEZ: HONZE b thrombin, tPA, 1
A7 K% VT 0.1% SDS / 1% Triton X-100 OAFE F, FEAFIEF T
Plasma Clot Turbidity Assay (clot lysis assay) #1T>7= (n=5), = D#EE tPA
sensitive TIX. turbidity assay DOWOEEEZAKIE 0.1% SDS / 1% Triton X-100
DL Z T TICF—D T A % 4iE . tPA resistant TiE, 0.1% SDS / 1%
Triton X-100 #INZ & 0 WO ZEAGIZIEME S iviz, ZOHFH L\ fibrinolysis
resistance capacity (FRC) assay (. azAP, PAI-1 O 228% HJEfR L CRUs 2 M)
ET DI ENTE, BEIEIMEEFOMBERB 2O TE 2HERE L THIRFS
NTn5 (FEEE 0.1% SDS /1% Triton X-100 Wt D14 PAP J X, Hin
ATOIE & Ei L IR LT, AR, BRINEICB W T, BifmE LT
AR DI OWTERMDR B o723 FEMET STV RN E DEIETH -
7)s

IV
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