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TAFI: poplakog cuvOeoHOG
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TAFI: Thrombin Activated Fibrinolysis Inhibitor
PAI-1: Plasminogen Activator Inhibitor -1



Alatopayn TnC AlpHooTaonc oToV TpaUpOTLaL

* Ocwon

* YrioBepuia

* Alpoapaiwon (kpuotahoeldn — petayywon) - RAC

* DIC (LoTtikocg mapayovtoc, HkpoeUBoAEc)

e Autovopun dtatapoaxn TS mNENC
e trauma-induced coagulopathy (TIC) KararAngio

 acute traumatic coagulopathy (ATC)
 early coagulopathy of trauma (ECT)
 acute coagulopathy of trauma-shock (ACoTS)

PUBLILON TNKTIKOU UNXOVLOHOU

Avolettoupyia tou evéoBnAiou
DOAeypovn
AvoAettoupyia atpomnetaiiwv




Trauma-induced coagulopathy (TIC)

* AUENUEVEC LLETEYVLOELC

* Atapkela voonAeiac otn MEO

* [NepLOCOTEPEC NUEPEC OTOV AvATIVEUOTNPA
* [ToAvOPYOVLKN QVETIAPKELQL

e Qvnrotnta x 4

* OvntotnTa 10 TIPWTO 24WpPOo X 8



Otewon YroBepula

* Yrioapdoeuon e AucAeLtoupylo oLpOTETAALWY

* NS (Cl ) * 33-37°C

« pH< 7.2 . ALatapa)gr'] V(U LLKNC
AeLtoupylac

* Mewwpevn dpaotikotnTa

, e <33°C
OUMUTITAOKWV

* Aoklpaoiec mnénc otoucg 37°C
* Xelpoupylkn enepPaon



Trauma-induced coagulopathy

* Yrotaon, LoTtkn utoapdeuaon
* Score Baputntog

o EAAelppa Baong

* KEK

e Etva DIC ?

 PLT, FIB = Kk, xwpic oToLxelol UTIEPKATAVAAWGCNC



TIC : AuoAettoupyla eAeyxou TNC TINENC

o AT Il
e Thrombomodulin

» Protein C > aPC > adpavornoinon Va, Villa

* I TM, aPC

e I tapayovtec tnénc (I, I, V, VII, IX, X)

Subendothelial
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TIC: aAAayec atnv tvodwAuon
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TAFI: Thrombin Activated Fibrinolysis Inhibitor
PAI-1: Plasminogen Activator Inhibitor -1



TIC: ouotnuatikn dtatapoayxn tou evdoBnAiou

AUEnon KATEXOAAULVWY

* AnteAevBepwon evboyevwv
nropnvoeLdwv

e KatavaAwon PC
* Aeiktng ooBapng evbéoBnAiknc BAAPNC
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TIC: dAeypovn
* aPC: avtipAeypovwdEeLC KOl KUTTAPOTIPOOTATEVUTLKEC LOLOTNTEC

e Katavalwon npwteivng C
e ODAeypovwdEeLg ETILITAOKEC



TIC: duormpaylo ALUOTIETEALWVY

* OpopPormevia KoL GUCXETLON UE oany 0
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Opopuoelaoctoypadla

* MN€N oAwkov alpatocg og Ukpo doxeio (370C) og ocuvBnKec mou
notalouv pe apyn dAeBikn pon
* MeA€tn 6Aou tou KUKAou {wn¢ tou BpopPou (45 — 60 Asmttal)

* Evapén oxnuatiopou tou Bpopfou, kwvntikn, SUvapn Kol
otaBepotnta tou Bpoufou, Auon

e EMitoYUVTEC - KaOALVN




TEG 5000

]
:




Heparinase cup

F

Plain cup




«15 - 23 mins (native blood) Mapayovteg mnEng,

r INR, APTT ACT *>-/7mins (kaolin-activated) AVTUINKTIKA
‘Evapén oxnuatiopou
LVLKAG )
J"‘Jrllr
; FFP, PCC, protamine
H amokAlwon armo tn # o ba— 30 min
Baowkn ypaupn ; J ______ A
avtavakAd duvaun tou 20 mm A
Opoupou !
e g

< Thrombosis —— -l — Fibrinolysis ——— |



k, kinetics=2 1-3 min, wwdoyovo

< Thrombosis — |« — Fibrinolysis - |



a — angle, puBuoc oxnuatiopou Bpouou
50-70°

ToaxVutTNTA OXNHUATIOMOU WVIKAC
cross - linking

lvwdoyovo

AlpomeTaAla

€ Thrombosis — |«

— Fibrinolysis ———— >



MA — Maximum Amplitude

e MeyLotn duvapun tou Bpopupou

/ ® [VLKI KOl OLLLOTIETOALOL
/
. «GPIIb/Illa
{xu‘
f-J ______ MA .
2;" mm ! ¢ 80% QLOTETAALL
. e 20% wvwbdoyovo

e 47 —-58 mm (native blood)
€ Thrombosis —— Jla—— — Fibrinolysis ———— > e 590-68 mm (kaOlin-aCtiVatEd)
e >12.5 mm (ReoPro-blood) a

AlpomnetaAila, DDAVP



>ToBepotnta tou Bpouou: LY — 30

nocooto Auonc 30 min peta to MA

* [vwboAuon

E *Ewc 8 %

* MAatoc ota 30 min peta to MA
* As
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< Thrombosis — Pl — Fibrinolysis ————— >












Rapid TEG

. TF
* 50 % ypnyopotepn e€€Taon

* TEG = 30 min
* R-TEG = 19 min
* Xwpic evepyorownti 2 35 min
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Metayylon Baowopevn otn
BpopPoslactoypadila

Goal-directed Hemostatic Resuscitation of Trauma-induced Coagulopathy: A
Pragmatic Randomized Clinical Trial Comparing a Viscoelastic Assay to
Conventional Coagulation Assays

110 aoBeveic — kpLtipLat LallkNG LETAYYLONG

BeAtiwon tng emBiwong (19.6 % Bvntotnta otnv opada mou €ywve TEG evavtl 36.4 %)
2tnv opdda ou gywve TEG xopnynOnkav meplocotepa atpomnetaiia kot FFP
timing

TEG-based goal-directed resuscitation for trauma patients requiring massive
transfusion

YUUBATIKEC E€ETAOELC VAL yivovTal Toutoxpova

Ann Surg. 2016 Jun;263(6):1051-9



Copyrights apply

Thromboelastography-guided transfusion
parameters

Transfusion
r-TEG parameter Normal range .
trigger
TEG-ACT 78-110 seconds >128 seconds (FFP)
Alpha angle 66°-82° <B5°
(cryoprecipitate)
MA (maximum 54-72 mm <54 mm (platelets)
amplitude)
Ly-30 (lysis at 30 0-7.5% >5% (tranexamic p)
min) acid) :

Values in the table are for citrated rapid TEG whole blood samples.
Mote: A study of critically injured trauma patients identified an
increase in risk of massive transfusion (91% versus 30%) and death
due to hemorrhage (46% wversus 5%) at an LY30 of 3%, which is a
much lower target than the manufacturer-provided normal upper
bound of 7.5%.[3]

TEG: thromboelastography; ACT: activated clotting time; FFP: fresh
frozen plasma.

Adapted from:

1. Stahel PF, Moore EE, Schreier SL, et al. Transfusion strategies in postinjury
coagulopathy. Curr Opin Anaesthesiol 2009; 22:289.

2. Einersen PM, Moore EE, Chapman MP, et al. Rapid thrombelastography
thresholds for goal-directed resuscitation of patients at risk for massive
transfusion. J Trauma Acute Care Surg 2017; 82:114.

. Chapman MP, Moore EE, Ramos CR, et al. Fibrinolysis greater than 3% is
the critical value for initiation of antifibrinolytic therapy. J Trauma Acute

Care Surg 2013; 75:961.

Lo



Effects of tranexamic acid on death, vascular occlusive events, and blood
transfusion in trauma patients with significant haemorrhage (CRASH-2)

e 274 voookopeia, 40 ywpec, 20211 aoBeveic

* TXA 1 g og 10 min kat €yxuon 1 goe 8 h

* 3h

e Ovnrotnta 14.5 evavtt 16 %

Lancet. 2010;376(9734):23



Hyperfibrinolysis diagnosed by rotational thromboelastometry
(ROTEM) is associated with higher mortality in patients with
severe trauma

10 millimeters
, e 1
* 71 % evavti4l % /

Anesth Analg. 2011;113(5):1003



TPOVEEQAULKO OCU
e ArtelAnTIKN yLa tTn {wn atpoppayia

* EVTOC TPLWV WPWV

* KaBobnynon TEG — S_—

¢ Qawotunoc wwdoAuong %

* Emavainydn xopnynong

 TXA, irrespective of dosing, is not associated with increased risk of any TE
* JAMA Surg. 2021






>wAnvapLa yio TEG



Norma N —
Anticoagulants/haemophilia —G

Platelet blockers ~@ | Low MA = DDAVP. Platelets
Fibrinolysis «»—- High Ly30 = TXA
Hypercoagulation ~

N/A

Prolong R time = 3 or 4 factor PCC, FFP, Praxbind

Short R, high K and a®, high MA, low Ly30 = Heparin

D.I.C.
Stage 1 9 Short R, high K and a®, high MA, high Ly30 = Heparin
Stage 2 Long R, low K and a°, low MA = Factors and platelets




Resuscitation-associated coagulopathy (RAC)

* EmBetikn avalowyovnon pe kpuotahosdn - RBC
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* ]. A single-center prospective study of critically injured trauma
patients identified an increase in risk of massive transfusion (91
versus 30 percent) and death due to hemorrhage (46 versus 5
percent) at an LY30 of 3 percent, which is a muchlower target than
the manufacturer-provided normal upper bound of 7.5 percent (



