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2TOYOL IIaPOoUcLACoNG

Emtidnuioloyia MNE

MpodlaBeoikol — ekKAUTIKOL TTOLPAYOVTEC
KAwLKN €lkova

Alayvwon

Ta&wvounon Baputntac — anodoon voonAeiog
Enelyovoec BepameuTikec amodpAoELS
ETtLtAOYEC QVTUTNKTLKAC Bepareiog

Artodaon yla tn SLAPKELA TNC QVTUTNKTLKAC Bgpareiog
MNpoPAedn umOTPOTIAG

Mpoyvwon

Agvutepel WV €AeyxoC PETA TNV ofeila Ppaon



ErudnuioAoyia VTE
(Venous ThromboEmbolism)

Méon enintwon 1/1000 dtopa
NMANBUGCHOU KAT £T0C

— An6 1/10.000 (<18yo) £w¢ 1/100 (>75yo0)
~6.000.000 VTE/y mayKoopiwg

2/3 TWV MEPUTTWOEWY cupBaivouv
evOOVOOOKOUELOKA

— 1" awtia “amotpEPLpou” evOovoooKOUELOKOU
Bavatou

Attia peiwong tng cuvoAlknG emBiwong

A
O Deepvein thrombosis alone
A Pulmonary embolism
T T T T T T T T
o] 1 2 3 4 5 5] 7 8

EM Armstrong et al, J Pharm Pract 2014;27(3):234-42

C Yan et al, Biomed Res International 2017; 1-10
JA Heit, Am J Hematol 2012;87(S1):S63-S67



EmidnuioAoyia VTE

M/F ratio 1,2:1

I ocuyvotnta og AdpLlkovouc
J ouyxvotnta og ACLATEC
|6lomaOnc VTE: 25-40%
Yriotponn ewg 30% otn 10etia

Au&non SLayvwoBelowyv TEPLTTWOEWV
otov 21° awwva (KAl ylati BeAtiwOnkav
oL SLOLYVWOTLKEG TEXVLKEC)

Etiolo kootocg otic HMA >56000 S ava
aoBevn Kal OUVOALKA HEXPL Kot 2081LC S
eTnoilwc (X2 to Kootog voonAeiag)

Annual incidence per 100,000 population
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EM Armstrong et al, J Pharm Pract 2014;27(3):234-42

C Yan et al, Biomed Res International 2017; 1-10
JA Heit, Am J Hematol 2012;87(S1):S63-S67



EmidnuioAoyia VTE

2tic HMA 500.000-600.000 MNE etnoiwg
kot 100.000 Bavatol eTnoilwg €€ aUTAC

Entimtwon ME: 100-200 mepumTtwoeLg ova

100.000 tAnBuopou etnolwg _ 140~ .
B B Venous thromboembolism -
MVEUHOVIKH EUBOAN: 2] W e
— Ovntotnta 5-30% (70% twv Bavatwy g-lzz_ o =
oupBaivouv tnv 1" wpal) - Méon Bvntotnta : N . n—8—=n "
90 nuepwv 15% U A= E_B//E
— 3" autia BavATou MAYKOOULWE OO ayYELOKN : 0l B—n =h
V00O (petd To OEM kot to Loxatpiko AEE) : {5 . | | S | |
— 210 50% cuvumdpxel DVT KAtw aKpwv el Fa o9 2001 2003 2005 2007 2009

Year

— 210 uTtoAourto 50% Bswpeitat otL n DVT
armAwg dev aviyvevetal (cuvnOwc ylati o
Bpoupoc mou euBANONKE OTNV TIVEUUOVLKNA
aptnpia anmokoAAROnke oto cUVOAO ToU)

EM Armstrong et al, J Pharm Pract 2014;27(3):234-42

C Yan et al, Biomed Res International 2017; 1-10
JA Heit, Am J Hematol 2012;87(S1):S63-S67



AttiontaBoysvela

Virchow’s Triad (1856)

Rudolf Virchow Vessel wall injury N Hypercoagulability
(1821-1902)

PA Kyrle et al, Blood 2009(114):1138-1139



Napayovtec kKivduvou VTE

* KAnpovopukot
— FV-Leiden, FII-G20210A
— Avenapkela PrC, PrS, AT
— Ynepopokuoteivaluia, duocwvwdoyovaluia
— YynAa enineba FVIII, FIX

* Emiktntot

— EkAvuTKOL (au€dvouv moAb Tov kivéuvo VTE MONO dtav kat 600
glvoll TIaPOVTEG)
» Xelpoupyeio, evepyo Ca, akivntomoinon, kunon-Aoxeia-
olotpoyova, KOK

— MNpodLaBeoikol (cuvexwe nriwg avénpévoc o kivduvog VTE)
e HAwia, mayxvoapkia, PAEBLKA AVEMAPKELX, ALUTOAVOCO VOO LOTA,
APS, kanviopa, tponynBeioa VTE, kapdlayyelaka voonpata,
MPN, PNH

NJ Giordano et al, Tech Vasc Interv Radiol 2017;20(3):135-140



KAwvikec ekbnAwoelg MNE

Eupu daopua KAWLIKWY EKONAWOEWV KoL
£PYO0TNPLAKWY EUPNUOATWY

— ATTO QOUUITTWHLATIKN HEXPL Kal advidloc Bavatog
— 81% duornvola
— 70% tayukapdia
— 50% vnoéla
— Etepa KOWA CUUMTTWUOTA-EUPALATAL
* MMAsvpwduvia, TayvumvoLa, UTTOTAOHN, UTTOKOTTVLO,

aVvaKoT, BAxac, alponIuon

NJ Giordano et al, Tech Vasc Interv Radiol 2017;20(3):135-140
CR Martinez Lichaet al, Ann Thorac Cardiovasc Surg 2020;26:65-71



Exktipnon mbavotntoc MNE

wels'score

Feature Score
Previous DVT or PE 1.9
Heart rate > 100 bpm 1.5
Surgery or bedridden < 4 weeks 1.5
Hemoptysis 1
Active malignancy 1
Clinical symptoms of DVT 3
Alternative diagnosis less likely than PE 3

Clinical probability

PE unlikely <4

PE likely >4

JA Paramo et al, Scores and Algorithms in Haemostasis and Thrombosis, 2014 Edition, p9



AdpOc SLayvwoTtikog aAyoplOpoc

Clinical probability
i
¥ ¥
Unlikely Likely
i
¥
D-dimer
LY . Ca
I 3
Below cut-off Above cui-off
CUS or MDCTA
|
v +
Negative Positive
\ 4 l l
No anticoagulant therapy Anticoagulant therapy

JA Paramo et al, Scores and Algorithms in Haemostasis and Thrombosis, 2014 Edition, p9



Table 6 Imaging tests for diagnosis of pulmonary embolism
Strengths Weaknesses/limitations Radiation issues®
CTPA e Readily available around the clock in most e Radiation exposure e Radiation effective dose 3—10
centres e Exposure to iodine contrast: mSvP
e Excellent accuracy o limited use in iodine allergy and e Significant radiation exposure
e Strong validation in prospective manage- hyperthyroidism to young female breast tissue
ment outcome studies o risks in pregnant and breastfeeding
e Low rate of inconclusive results (3 —5%) women
e May provide alternative diagnosis if PE o contraindicated in severe renal failure
excluded e Tendency to overuse because of easy
e Short acquisition time accessibility
e Clinical relevance of CTPA diagnosis of
subsegmental PE unknown
Planar o Almost no contraindications e Not readily available in all centres e Lower radiation than CTPA,
V/Q scan e Relatively inexpensive e Interobserver variability in interpretation effective dose ~2 mSy®
e Strong validation in prospective manage- ® Results reported as likelihood ratios
ment outcome studies e Inconclusive in 50% of cases
o Cannot provide alternative diagnosis if PE
excluded
VIQ SPECT e Almost no contraindications e Variability of techniques e Lower radiation than CTPA,
e Lowest rate of non-diagnostic tests (<3%) e Variability of diagnostic criteria effective dose ~2 mSv®
e High accuracy according to available data e Cannot provide alternative diagnosis if PE
e Binary interpretation (‘PE’ vs. ‘no PE’) excluded
e No validation in prospective management
outcome studies
Pulmonary e Historical gold standard e Invasive procedure e Highest radiation, effective
angiography e Not readily available in all centres dose 10—20 mSv®

CTPA = computed tomographic pulmonary angiography; mGy = milligray; mSv = miillisieverts; PE = pulmonary embolism; SPECT = single-photon emission computed tomogra-
phy; V/IQ = ventilation/perfusion (lung scintigraphy).
“In this section, effective radiation dose is expressed in mSv [dose in mSv = absorbed dose in mGy x radiation weighting factor (1.0 for X-rays) x tissue weighting factor]. This
reflects the effective doses of all organs that have been exposed, that is, the overall radiation dose to the body from the imaging test. Compare with Table 12, in which the
absorbed radiation dose is expressed in mGy to reflect the radiation exposure to single organs or to the foetus.

®For comparison, the whole-body effective dose of a chest X-ray examination is 0.1 mSv.

141

SV Konstantinides et al, European Heart Journal (2020) ;41:543-603

@ESC 2019



NoonAsia n oxy;
Hestia criteria B

Is the patient hemodynamically unstable?* xzs
Is thrombolysis or embolectomy necessary? xzs
Active bleeding or high risk for bleeding?** !\zs
More than 24 hours of oxygen supply to maintain oxygen saturation > 90%? xzs
Is pulmonary embolism diagnosed during anticoagulant treatment? r);zs
Severe pain needing intravenous pain medication for more than 24 hours? xzs
Medical or social reason for treatment in the hospital for more than 24 hours | yes
(infection, malignancy, no support system, etc.)? no

Does the patient have a creatinine clearance of less than 30 mL/min?*** xzs
Does the patient have severe liver impairment?**** xzs
Is the patient pregnant? xzs
Does the patient have a documented history of heparin-induced yes
thrombocytopenia (HIT)? no

JA Paramo et al, Scores and Algorithms in Haemostasis and Thrombosis, 2014 Edition, p9



PE classification

Table 1. Classification systems of pulmonary embolism severity as defined by three international guidelines

AHA guidelines [4]

ESC guidelines [3]

ACCP/CHEST guidelines [5"]

Massive

Acute pulmonary embolism with
sustained hypotension (SBP
<90 mmHg) for at least 15 min or
requiring inotropic support, not
because of a cause other than
pulmonary embolism (arrhythmias,
hypovolemia, sepsis, LV dysfunction,
pulselessness, profound bradycardia)

Submassive

Acute pulmonary embolism without
systemic hypotension (SBP >90 mmHg)
and either RV dysfunction (RV/LV ratio
>0.9, RV dysfunction on echo, RV
dilation on CT scan) or elevated
biomarkers (elevated BNP >100 pg/
ml (NT-proBNP >900 pg/ml), elevated
troponin | >0.1ng/ml or above
reference range of normal for lab)

Nonmassive

Acute pulmonary embolism without
clinical markers of adverse prognosis
(without signs of RV strain on CT or
echo or troponin or BNP)

High risk

Acute pulmonary embolism with shock or
hypotension (SBP <90 mmHg) or SBP drop by
greater than 40 mmHg for at least 15 min, not
because of a cause other than pulmonary
embolism

Intermediate high risk

Acute pulmonary embolism without hypotension
and PESI® class llI-V with BOTH

RV dysfunction AND elevated biomarkers®

Intermediate Low Risk

Acute PE without hypotension but with elevated
PESI score AND either one or none of the
following:

RV dysfunction on imaging

OR

elevated biomarkers

Low Risk
Acute PE with low PESI score

JD Chodakowski et al, Curr Opin Crit Care 2018;24(6):540-546

Pulmonary embolism with
hypotension

Acute pulmonary embolism with
sustained hypotension (SBP
<90 mmHg for at least 15min,
not because of a cause other
than PE)

Pulmonary embolism without
hypotension

Acute pulmonary embolism
without systemic hypotension
and using clinical judgment and
testing (imaging, serology) to
determine level of monitoring
and support needed



Katnyopiec MNE (AHA guidelines)

 Madlwkn NE R avénpévou Kvéuvou
— Awpoduvapulkn aotaBela + strain AE kolAlag
— Ovntotnta pexpL kat 50%
— Kapdloavanvevotiky vntootipén + cvotnpatikn OpopfoAvon n
OpopuBeKTOUN + OVIUTNKTLKN aywyn
* YrnopaQikn MNE R evéiapeocou kivduvou
— Strain AE kotl\ia¢ xwpig atpoduvaplkn aotadesla
— Ovntotnta 5-15%
— OpouBoAvon katevBuvouevn pe kaBstnpa 1) Opoupexktoun +
OLVTLITNKTLKA aywyn
* Mn paliki [ xapnAov kwduvou MNE
— Oy strain AE kolAiag
— Ovntotnta <1%
— AVTUTNKTIKA aywyn

NJ Giordano et al, Tech Vasc Interv Radiol 2017;20(3):135-140



Madlikn NME (AHA Guidelines)

e 4-10% TWV MEPUTTWOEWV

* Kpiutnpia:
— Ynotaon (2ZAMN<90mmHg) n shock opelhopevo o AE N
oupdopNnTIKA KapSLlaoKn AVETIAPKELDL

n

— O Bpoppoc kataappBavetl >50% tov avAoU tNC
TIVEUOVLKNG aptnplac N amoppdooel 2 N MEPLOCOTEPOUC
AofBLaiouc kKAadouc tn¢
n

— O aoBevnc e€aoptatal amo votporma

CR Martinez Lichaet al, Ann Thorac Cardiovasc Surg 2020;26:65-71



Madlikn MNE

Massive PE
Release of vasoconstrictors Mechanical blood flow obstruction
Increased PVR & PAP
!
Increased RV afterload
| - Decreased LV preload & CO
RV dilation with
interventricular
interdependence
> Decreased RV Coronary Perfusion
RV Ischemia
Acute RV Failure <

CR Martinez Lichaet al, Ann Thorac Cardiovasc Surg 2020;26:65-71



Yriopalikn MNE (AHA Guidelines)

* Alyotepo oofapn KAWLKN ELKOVA
e AoBevnc atpoduvaptka otabepoc, OXI shock
— 2Al >90mmHg
e JInuela AE kapSdLAKNC QVETIAPKELOLC
— Echo:
* JuoTtoAlkn SuoAettoupyio AE KolAlog

e Aldtaon AE kotAiag

* Aoyoc dtapgtpou RV/LV>0,9
— Bloxnueia:

* BNP>90 pg/ml i NT-ProBNP>500 pg/ml

* Tpomovivn-1>0,4 ng/ml, Tpomovivn-T>0,1 ng/ml
— HKT:

* RBBB, avaotpodn T, avaomnaon N kataomnaon ST

CR Martinez Lichaet al, Ann Thorac Cardiovasc Surg 2020;26:65-71



Taéwounon kwduvou MNE:
PESI score
PES| -

Points
— Original version | Simplified version
_Age Years >80 =1
Male +10
History of cancer +30 1
History of heart failure +10
History of chronic lung disease +10 } 1
Pulse 2 110 bpm +20 1
Systolic BP < 100 mmHg +30 1
Respiratory rate 2 30/min +20
Temperature < 36 °C +20
Altered mental status +60
Arterial oxygen saturation < 90% +20 1
Risk evaluation
Class | (very low) < 65 points
Class Il (low) 66-85 points
Class Ill (intermediate) 86-105 points Low: 0
Class IV (high) 106125 points | gh:21
Class V (very high) > 125 points

2 Variables combined into a single category of chronic cardiopulmonary disease

JA Paramo et al, Scores and Algorithms in Haemostasis and Thrombosis, 2014 Edition, p9



Taéwounon NE (ESC Guidelines)

Table 8 Classification of pulmonary embolism severity and the risk of early (in-hospital or 30 day) death

Early mortality risk Indicators of risk
Haemodynamic Clinical parameters RV dysfunction on Elevated cardiac
instability® of PE severity and/ TTE or CTPA® troponin levels®
or comorbidity:
PESI class 1lI-V or
sPESI =|

— _____

Intermediate—low +e One (or none) positive

BP = blood pressure; CTPA = computed tomography pulmonary angiography; H-FABP = heart-type fatty acid-binding protein; NT-proBNP = N-terminal pro B-type natriuretic
peptide; PE = pulmonary embolism; PESI = Pulmonary Embolism Severity Index; RV = right ventricular; sPESI = simplified Pulmonary Embolism Severity Index; TTE = trans-
thoracic echocardiogram.

*One of the following clinical presentations (Table 4): cardiac arrest, obstructive shock (systolic BP <30 mmHg or vasopressors required to achieve a BP =90 mmHg despite an
adequate filling status, in combination with end-organ hypoperfusion), or persistent hypotension (systolic BP <90 mmHg or a systolic BP drop =40 mmHg for >15 min, not
caused by new-onset arrhythmia, hypovolaemia, or sepsis).

“Prognostically relevant imaging (TTE or CTPA) findings in patients with acute PE, and the corresponding cut-off levels, are graphically presented in Figure 3, and their prognostic
value is summarized in Supplementary Data Table 3.

“Elevation of further laboratory biomarkers, such as NT-proBNP >600 ng/L, H-FABP =6 ng/mL, or copeptin >24 pmol/L, may provide additional prognostic information. These
markers have been validated in cohort studies but they have not yet been used to guide treatment decisions in randomized controlled trials.

“Haemodynamic instability, combined with PE confirmation on CTPA and/or evidence of RV dysfunction on TTE, is sufficient to classify a patient into the high-risk PE category.
In these cases, neither calculation of the PESI nor measurement of troponins or other cardiac biomarkers is necessary.

“Signs of RV dysfunction on TTE (or CTPA) or elevated cardiac biomarker levels may be present, despite a calculated PESI of I—II or an sPESI of 0.2** Until the implications of
such discrepancies for the management of PE are fully understood, these patients should be classified into the intermediate-risk category.

©ESC2019

SV Konstantinides et al, European Heart Journal (2020) ;41:543-603



AAyopLOpocg

XELPLOOU
(ESC 2019)

[ PATIENT WITH ACUTE PE j

'

( Anticoagulate

!

HAEMODYNAMIC INSTABILITY?

Distinguish low- from intermediate-risk PE®
CHECK @ and ©:

@ CLINICAL SIGNS OF PE SEVERITY, © RV DYSFUNCTION
OR SERIOUS COMORBIDITY? ONTTE OR CTPA?®
Yes: > PESI Class lll-IV or sPESI 21¢
HIGH RISK*® > Alternatively: 2| Hestia criterion of PE
severity or comorbidity fulfilled
@ or O present Neither @ nor @ present:
LOW RISK®

(e ropfifagfy | ——

Troponin positive Troponin negative:
+ RV dysfunction:
INTERMEDIATE- kb
HIGH RISK®

Reperfusion

treatment

haemodynamic ; HOSPITALIZE

support

No other reasons for
hospitalization?®
Family or social support?%
Easy access to medical care?

=1 not true Yes, all true

EARLY DISCHARGE
HOME TREATMENT

SV Konstantinides et al, European Heart Journal (2020) ;41:543-603




AAvoplOpuoc xewpitopov MNE

Acute PE
b ! v
Anticoagulation Pulmonary artery reperfusion Cardiopulmonary support
O,
Ivérpotra

Surgical pulmonary Meets an indication ECMO;
embolectomy in Table 1

Contraindication to
systemic thrombolysis

Catheter-directed | . Yes or
therapy

Cardiogenic shock likely
to precede effect of
systemic thrombolysis

No

Systemic thrombolysis

CR Martinez Lichaet al, Ann Thorac Cardiovasc Surg 2020;26:65-71



AAvoplOpuoc xewpitopov MNE

Table 1 Indications for surgical pulmonary embolectomy

Massive or submassive PE with any of the following:
Contraindication to thrombolytic therapy

History of intracranical hemorrhage

Intracranial malignancy, mass, or aneurysm
Cerebrovascular accident with the past 3 months
Major surgery within the past 1 month

Brain or spinal surgery within the past 2 months
Failed thrombolytic therapy

Patent foramen ovale

Pregnancy

Right heart failure or cardiogenic shock
Thrombus-in-transit within the right sided heart chambers

PE: pulmonary embolism

CR Martinez Lichaet al, Ann Thorac Cardiovasc Surg 2020;26:65-71



AAvoplOpuoc xewpitopov MNE

Acute PE
b ! v
Anticoagulation Pulmonary artery reperfusion Cardiopulmonary support
O,
Ivérpotra

Surgical pulmonary Meets an indication ECMO;
embolectomy in Table 1

Contraindication to
systemic thrombolysis

Catheter-directed | . Yes or
therapy

Cardiogenic shock likely
to precede effect of
systemic thrombolysis

No

Systemic thrombolysis

CR Martinez Lichaet al, Ann Thorac Cardiovasc Surg 2020;26:65-71



OpouBoAuon

* JUCTNMOTLKNA
— MelwwveL oto oo tn Bvntotnta Ko Tnv umotporni tng NE
— Mpocoxn otov KivOuvo alpoppoyiog

e 20% kivbuvoc peilovoc apoppayiac, 2-5% kivbuvog
EVKEDOAALKNC QLLLLOPPAYLOLC

— t-PA 50-100mg iv o€ 1-2h (Alteplase)

e Catheter-directed
— t-PA 0,5-1 mg/h iv (Alteplase)
— MukpoTtepoc Kivbuvoc atlpoppaylog

CR Martinez Lichaet al, Ann Thorac Cardiovasc Surg 2020;26:65-71



IVC filters

Recommendations Class® Level®

IVC filters should be considered in patients
with acute PE and absolute contraindications lla C

to anticoagulation.

[VC filters should be considered in cases of PE

recurrence despite therapeutic lla | ® -
anticoagulation. 2
Routine use of IVC filters is not %
recommended.****%*

IVC = inferior vena cava; PE = pulmonary embolism.
?Class of recommendation.
bLevel of evidence.

SV Konstantinides et al, European Heart Journal (2020) ;41:543-603



Recommendations

Therapeutic anticoagulation for > 3 months is recommended for all patients with PE.>*’
Patients in whom discontinuation of anticoagulation after 3 months is recommended

For patients with first PE/VTE secondary to a major transient/reversible risk factor, discontinuation of therapeutic oral
anticoagulation is recommended after 3 months.*31340:341
Patients in whom extension of anticoagulation beyond 3 months is recommended

Oral anticoagulant treatment of indefinite duration is recommended for patients presenting with recurrent VTE (that is,
with at least one previous episode of PE or DVT) not related to a major transient or reversible risk factor.”®

Oral anticoagulant treatment with a VKA for an indefinite period is recommended for patients with antiphospholipid anti-
body syndrome.*”

Patients in whom extension of anticoagulation beyond 3 months should be considered*?

Extended oral anticoagulation of indefinite duration should be considered for patients with a first episode of PE and no

identifiable risk factor>30.331347.351-353

Extended oral anticoagulation of indefinite duration should be considered for patients with a first episode of PE associated
with a persistent risk factor other than antiphospholipid antibody syndrome.”o'3 TR
Extended oral anticoagulation of indefinite duration should be considered for patients with a first episode of PE associated

. . . . . 0,331,352
with a minor transient or reversible risk factor.>*%3"3°

NOAC dose in extended anticoagulation®

If extended oral anticoagulation is decided after PE in a patient without cancer, a reduced dose of the NOACs apixaban
(2.5 mg b.i.d.) or rivaroxaban (10 mg o.d.) should be considered after 6 months of therapeutic anticoagulation.?>#>
Extended treatment with alternative antithrombotic agents

In patients who refuse to take or are unable to tolerate any form of oral anticoagulants, aspirin or sulodexide may be con-
sidered for extended VTE prophylaxis.®*> 37
Follow-up of the patient under anticoagulation

In patients who receive extended anticoagulation, it is recommended that their drug tolerance and adherence, hepatic and

renal’ function, and bleeding risk be reassessed at regular intervals.”>’

lla C

lla C

SV Konstantinides et al, European Heart Journal (2020) ;41:543-603



Provoked vs Idiopathic VTE

AVTUITNKTIKA
aywyn ywa 3

HAVES

AVTIITNKTIKA
aywyn

e’ adplotov

Transient/
reversible factors
e.g. surgery or
hospitalisation

Continuing/
irreversible factors
e.g. cancer

No identifiable cause

Provoked VTE

Unprovoked
(idiopathic) VTE

C Kearon et al, Chest 2008;133:454S-545S



AL0OEoLO OLVTLITNKTLIKA CREPQL

MAPENTEPIKA

HMAPINEZ

UFH

LMWH

AMEZOI
ANAZTOAEIZ
OPOMBINHZ

LEPIRUDIN

BIVALIRUDIN

DESIRUDIN

ARGATROBAN

EMMEZOI
ANAZTOAEIZ FX

FONDAPARINUX

DANAPAROID

ANTIMNHKTIKA

ANTIBITAMINEZ K

|
AKENOKOYMAPOAH

BAPOAPINH

DOACS

AMEZOI ANAZTOAEIZ AMEZOI

OPOMBINHZ ANAZTOAEIZ FX
|

DABIGATRAN
RIVAROXABAN
ETEXILATE
APIXABAN
EDOXABAN

MZ Wojtukiewicz et al. Oncol Clin Pract 2016;12(3):67-91



AL0O€oLua AVTIUTNKTIKA CNUEPOL

ANTICOAGULANT ROUREQE DOSAGE MONITORING THERAEEUTIC TARGET METABOLISM ANTIDOTE
ADMINISTRATION (Cmax)
. . , , . . aPTT: [1,5-2,5] x
UFH iv 80IU/kgBW iv bolus kot peta 181U/kgBW/h otdydnv iv 0,5-1,5h aPTT, anti-Xa : HEPATIC PROTAMINE
BASELINE, anti-Xa: 0,3-0,7
Enoxaparin: 1mg/kgBW bid, 1,5mg/kgBW qd,
LMWH sc Dalteparin: 2001U/kgBW qd, Tinzaparin: 1751U/kgBW 3-6h anti-Xa ONEEDMDER D20 | pesmusniepnnic | FROTAMINE
qd, Nadroparin: 1701U/kgBW qd, Bemiparin: 5000- TWICEDAING9,0-1,0 (REREIALEEVERSAL)
FONDAPARINUX sc <50kg: 5mg, 50-100kg: 7,5mg, >100kg: 10mg 17-21h anti-Xa 0,5-1,5mg/L RENAL NO
. 1500-37501U bolus i : 150-4001U/h .
DANAPAROID iv LR T / 25h anti-Xa NA RENAL NO
otaydnv iv

LEPIRUDIN iv 0,2mg.kbBW bolus iv, petd 0,1mg/kgBW/h otddnv iv 80min aPTT, ECT aPTT: [1,5-2,5] x BASELINE RENAL NO

ARGATROBAN iv 2pg/kgBW/min otaydnv iv 45min aPTT, ECT aPTT: [1,5-2,5] x BASELINE HEPATIC NO
efatopkeupévn (péon 8oon: 2-3mg aKEVOKOUHAPON warfarn: 20 &R,
VKAs per os H HEVTIHESR . n;ﬁw ) & HAROATIC acenocoumarol: INR 2-3 HEPATIC PCC, FFPs
NUEPNOLWG 10-24h
RIVAROXABAN per os 15mg bid x21d kat petd 20mg qd 5-9h DiXal 270 (189-419) ng/ml 33% RENAL
Andexanet
APIXABAN per os 10mg bid x7d ko petd S5mg bid 8-15h DiXal 132 (59-302) ng/ml 25% RENAL
Alfa

EDOXABAN per os (mponyeitat 25d mapevrepikn aviunéia) 60mg qd 9-10h DiXal NA 35-40% RENAL

DABIGATRAN per os (mponyeitat 25d mapeviepikn avumnéia) 150mg bid 12-17h DTT (Hemoclot) 175 (74-383) ng/ml 80% RENAL IDARUCIZUMAB




Ynotponn VTE
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O kivouvoc umtotpomnc peta amo DVT pewwvetal pe tnv
napodo tou xpovou, aAla dev ekundeviletal

JA Heit, Am J Hematol 2012;87(S1):S63-S67
P Prandoni, Pathophysiol Haemost Thromb 2003/2004;33:351-353



MNpoPAen untotponnc VTE

DASH score -

Feature Score
Abnormal D-dimer 9
(measured one month after stopping anticoagulation)

Age =50 +1
Male +1
Hormonal therapy at onset of VTE (among women) —2
Probability

Low =1
High > 1

DASH: D-dimer, Age, Sex, Hormones

JA Paramo et al, Scores and Algorithms in Haemostasis and Thrombosis, 2014 Edition, p18



Mpoyvwon MNE

 PAP (puimonary artery pressure)

— Mégon PAP >30mmHg: unAoc kivéuvoc
EYKATAOTOONG TIVEULLOVLKNC UTTEPTOAONG

— Méon PAP >40mmHg: 70% Bvntotnta
— Méon PAP >50mmHg: 90% Bvntotnta

* 2tevo follow up

— Kivéuvoc CTEPH (chronic thomboembolic
pulmonary hypertension)

CR Martinez Lichaet al, Ann Thorac Cardiovasc Surg 2020;26:65-71



DIAGNOSIS OF ACUTE PE

N
[ Anticoagulate /I

'

( FOLLOW-UP AT 3-6 MONTHS* |

Yes l_( Dyspnoea and/or functional Iimitationblj—l No
>| present:

[ TTE: }‘ may consider TTE { ASSESS: J

Determine probability of PH¢ Risk factors for CTEPH¢
]
Low Intermediate High
N
None CONSIDER: zl Néaa
present 1) Elevated NT-proBNP present present
2) Risk factors for CTEPHd [ >
3) Abnormal CPET results®
J
\ ) \/ \
Seek :Ifwmuve P No VIQ SCAN: arl';:cs:sc xdaanrtyic:;egulatior‘xs;
causesandcllz:p Mismatched perfusion defects? advise to return if
common causes of PH symptoms appear

l Yes

Refer to PH/CTEPH expert

centre for further diagnostic
work-up

SV Konstantinides et al, European Heart Journal (2020) ;41:543-603



Mool Ba eAEyyovTar yia
«OpouBodtAia» Kot TTOTE;

I6ona®ng VTE
Yrnotpomalovoa VTE
HAwio <50 eTwv
(+) owkoyevelako Lotopiko tdtonaboug untotponidlovcoag Opoppwong
(+) owkoyeveLako LoTopLKO KANPOoVORKAG cofapns OpopBodiAiog
DAeBkn OpopBwon os acuviOn B<on
Aveéniyntn aptnplakn 6popBwon
EmunAokég KUnong
KepauvvoBolog nopdpupa

Aeppoatikn véEkpwon otn Aqyn ABK

MR Rybstein et al, Semin Intervent Radiol 2018;35:99-104



Baowkoc EAeyxoc OpopBodtAiog peTa TNV
ekbnAwon VTE

[evikn alpatog

PCR: FVL, FII-G20210A

AT, PrC, PrS

lvwdoyovo

HCY

Lupus anticoagulant
Anti-B,GPI, ACA (IgG/1gM)

2e OpopPwon og acuvnOn
Bcon:

— + EAeyxog kakonBeLag

— + PCR yuwa JAK2-mutation

— + Flow cytometry ywa PNH

SM Stevens et al, ) Thromb Thrombolysis (2016) 41:154-164



Take home messages

H mveupovikn euBoAn eival n tpitn attio ayyeltokol Bavatou maykKoopiwg
H eninmtwor) tng eivatl avénpevn og aoBeveilg pe YvwoToUG EKAUTLKOUC
n/kat mpodLaBeaikolC TOPAYOVTEC

H edappoyn tou Wells Score og a.oBeveic e oupntwpatoAoyia ME
kaBopilel tnv mBavotnta MNE kot tTnv anodacn yLa T mpwta SLoyVWOoTKA
Bparta

H edappoyn tou PESI kot tou Hestia score kaBopilouv tnv avaykn
NocokopeLakng voonAeiag, tTn Paputnta tng ME kat tTnv avaykn yla
QAUECEC OEPATIEVTIKEG TIOPEUPACELC TTEPA ATTO TNV QVTUTNKTLKN Aywyn

H avTutnKTkn oywyn MPEMEL va EEKLVAL TO OUVTOUOTEPO HUVATO

H ditapkela tng anodaociletal pe faon cuothpata aéloAoynong tTng
rmOavotnTacg UTIOTPOTING Kal LE BAon TNV mapouciol EKAUTIKWV N
NPOoSLABECIKWY TTAPAYOVIWVY MAPOSIKWY N LOVIUWV

H npoyvwon Ba e€aptnBel ev moAloic kat aro tnv epudavion CTEPH r oxt
Ye eMIAeYUEVOUC aoBevelc Kol o€ SeUTEPO XPOVO 0 EAEYXOC KANPOVOULKAC
Kat emiktnTng BpopBodiAiac eival emiBeBAnpeEvVOC





