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Eicayoyn

*  Mia and T1g peyaldtepec artieg kapoloryyeloakov Oavdatov

*  AbEnon voonAeuTikov Kot 0epamenTikod KOGTOVG

*  EukoAotepn dudyvmon aAAL Kol VTEPILAYV®OOT)

*  Avénuévn Bvntotta oty Setia, ¢ kot 2,5 popES o€ GUYKPLon Ue vy TAnBvoud

*  YmolewmOuevog kivouvog vmotpommv, ¥poviag OpoufoepfPoiikng vosov 1

netabpopuPotikod GuVOPOLOL

*  Emoeivoon mordtntog (mNc-yuyoAoyiko avTiKTumo



Emonuworoyia

* 300.000 Bavator etnoimg otic H.ILA.
* IIvevpovikn euPorn: 70/100.000 tAnBvopon

* Ev1o Bdbet phePfobpouPmwon: 100/100.000 tAnbvcuov
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IHoBopvororoyia

BLOOD
VESSEL

FLOW

Inflammatory Bowel Disease
Auteimmune condition
Estrd therapy

* Inflam on

* Dehydra

* Major surgery / traume
+ Malignancy
* Pregnancy (post-partum)
* Inherited thrombophilia
+ Infection and sépsis

CIRCULATORY STASIS

Thrombophlebi + Immobility

+ Cellulitis « Venous obstruction (ob , tumour, pregnancy)

* Atherosclerosis + Varicose veins

* Indwelling €atheter / heart valve . Atrial fibrillation or left ventricular dysfunction

*+ Venepuneture « Congenital abnormalities 2 ing venous anatomy
i :l'_‘ys. auma, strain or injury (e.g., May-Thurner and P@g@t-Schroétter syndrome)
+ Micrdifalma to vessel wa T Y- GPI e

ow blood pressure




IHoBopvororoyia

XapunAn taon O,

Tpraoa tov Virchow

-

T

O&elbwTIKO
stress

Meilwon puBULOTLKAG
LKOVOTNTAC TWV
evO0ONALOKWY KUTTAPWV

\/

Exkdpaon yovidiwv
npodpAeypovwdwv
TIOPOLYOVTWV

Evepyormnoinon
olLpometaiiwv

A¢opeuon

oudetepodpilwyv

Okt OV

oudetepodpilwyv

Anuloupv[a 2U00WPELON
£EWKUTTAPLOU OLLLOTIETAA LWV

ZXNHOTLOUOG
Opoupivng




IHoBopvororoyia

CD11b (PMNs) —— Kadé xpwon
CD42b (platelets) — > MrmAe xpwon



IHo0o@volohoyla-ALooVVOULKO GTTLPAA

Increased RY afterload®

Y

RV dilatation

TV insufficiency

RV wall tensionT

Neurohormonal
.| activation

,,:de‘liVery¢

Coronagy
perfusion of RV
| ~ Obstructive
Systemic BP shock
\ Death
co
LV preload¢

RV output¢ RV ischaemia, hypoxic injury

RV coﬁtractility¢

| Myocardial
" inflammation

RV O, demandT

#Intrapulmonary A-V
* shunting



IHopdayovtes Kivovvov

Ioyvpoi mpoodrabecikol mapdyovteg

* Karayuo xkdtom dkpov

* Noonieia yio KopdLaKT) AVETAPKELD 1] EUPPAYLE TOV HVOKOAPIIOV TO TPOTYOVLEVO 3UNVO
e  ApOpomractikn| 16Yiov 1} YOVUTOC

*  Meilov tpadpa 1 TPAOUE GTTOVOLAIKNG GTNANG

e IIponyovuevo BpouPoeuPoiikod eme1c6010

e ApBpockoOnnomn yovatog

* Avtodvoca voorjpoto

*  Kevrpwkoi prefikol kabetpeg 1 Puatodotikd NAEKTPOILOL
*  Metdyyion aipatoc ) epvbpomontivn

e ZUUQOPNTIKN KOPOLOKT) AVETAPKELD 1) AVOTTVEVOTIKT] OLVETAPKELD,
*  XnuewoBepaneian oppovobepaneio

*  AVTIGUANTTIKA YOmTLo!

e Kapkivoc

e DAEYHUOVDONG VOGOG TOV EVTEPOL

*  Aoiluwén (my mvevpovia, HIV)

*  Eyke@oaAiko pe Kivntikd EAAELOL

*  OpouPo@iria, AVTIEOCPOATIONKO GUVOPOLO

*  EmmnoAng prePobpoupoon



IHopdayovtes Kivovvov

*  Axwnoio Tavo amd 3 nuUEPES
e TloAbwpo ta&idl e aepomAdvo
* Hlwia

e Tloyvooapkio

*  Eykvupooivn

* Aptmplokn vrEptoon

e ZoKyopmong dafnTng

*  AoamapockdOnnon



Opoupoeriia

Coagulation Cascade

Activation of
coagulation cascade
: Anti-coagulation pathway
protein C, plasmin, and antithrombin

v
X —— (Xlla

Contact activation 77 M Common pathway Activatod _
intrinsic pathway XI Xla X, Xl I, I, and V. protein C ¢— ProteinC

Xll, X1, I1X, and VI g ihlet : Thrombormodulif-
o thrombin complex

Thromboplastin
(tissue factor) :
a

Vi —} Vila Villa ‘_ Vv

.....
°
.....
°
.
B
°
.

Tissue factor activation A

extrinsic pathway X N ‘ |
Vi

but also inhibits

Il Vlla, 1Xa, Xla, and Xlla

Prothrombin

Fibrinogen Fibrin

tPA : )
Plasminogen —) Plasmin ........ A 4 ‘ L

“CLOT FORMATION



KMvikn eikova

YOUTTONOTO KOl G|IELD ErmuBeBaiwpévn N.E. Mn eruBefatwpévn M.E.

Avornvola 50% 51%
[MAgULPLTIKO AAYOG 39% 28%
Brxog 23% 23%
OwPaKLKO AAyoG 15% 17%
Eumupeto 10% 10%
ALpomntuon 8% 4%
JUYKOTIN 6% 6%
EtepOMAgUpPO AAYOC KATW AKPOU 6% 5%

Inueia ev Tw BadesL pAefoBpouBwong 24% 18%



AwoyvooTikd epyaieio/D-dimers

e Tlopdymyo g evooyevoug Bpoudivong e vikng

*  Yynin evoucOnoio aAAd younAn e101tkoétnta e eEETAONS Yo TN O1dy VMo TNG TVELUOVIKNG EUPOANC

*  Avénuéva emimeda LETA 0O YEPOLPYELD, EUPPAYUO TOV LVOKAPIiov, cYN, KOPKivo

e Idavikn eE€taon Yo eEmTEPIKOVS acOEVELC, YOPIS CLOTNUATIKA VOGT|LOTO,

¢ Opro: <500ug/L 7 nikio X 10ug/L yio tovg >50 etdv
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ALOYVOOTIKG pYarela/AKTIVOYpOPLla OpaKOg

Ynueio Westermark — gotiakn olryoipio AOY® TG KEVTPIKOTEPNC ATOPPAENG




ALOYVOOTIKG pYarela/AKTIVOYpOPLla OpaKOg

Ynueio Palla — didtaon g de€1d¢ KaTIOVGOE TVEVUOVIKNG aPTNPLOC — OYNLO AOVKAVIKOV




ALOYVOOTIKG pYarela/AKTIVOYpOPLla OpaKOg

Hampton’s hump — mepipepikn tprymvikn okioon EVOEIKTIKT] TVEVLOVIKOD EUPPAKTOD
—




AWYVOGTIKA EPYaAElo/ACOVIKI] ayyEL0ypaPio > SR
TVEVLOVIKDV 0PTNPLOV - D

University Hospital of Patras
77239

CTPA / SD

CTA 0.5 CE Vol.

CTA




AWYVOOTIKA EPYULELO/ACOVIKT] OYYEL0YPUP L

MVEVLOVIK®V 0TI PLOV

E&étaon skhoyng

YynAn ki dueon ooyveotikn akpifeio; ‘Ex0eon oe axtivofoiio
Mikpd T0GOGTA N Y VOCTIKOV £EETACEMV ANy oKLoypoEtkon
EmBefaimon 1 amokAelopog EVOAAAKTIK®OV L0y VOGEWDY Yrepdidyvmon (aviyvevon OpouPav kdtm omd To ETinedo TV

VTOTUNUOTIK®OV TVEVUOVIK®V OPTNPLDV)

[Ipoyvootikéc mAnpogopieg Ommc To HEYEBOC NG 0€ELAG
KOTATOG

Table 5. Positive and Negative Predictive Values of CTA, as Compared with Previous Clinical Assessment.*

Variable High Clinical Probability Intermediate Clinical Probability Low Clinical Probability
No./Total No. Value (952 Cil) No./Total No. Value (95% Cl) No./Total No. Value (95% CiI)
Positive predictive value of CTA 22/23 96 (78—99) 93/101 92 (84-96) 22/38 58 (40-73)
Positive predictive value of CTA 27/28 96 (81-99) 100/111 90 (82-94) 24/42 ‘ 57 (40—-72) ‘
or CTV
Negative predictive value of CTA 9/15 121/136 89 (82-93) 158/164F 96 (92-98)
Negative predictive value of both 9/11 82 (48—97) 114/124 92 (85-96) 146/151F 97 (92-98)

CTA and CTV




AWYVOGTIKG gpyareio/ZmvOnpoypaenuoe aeplopov-
OLULATOONG

Neppukn) avendpkeio 50% un O1lyvVOGTIKEG EEETAGELG

AMepyia o oKLOYPOPIKO

Eyxovpovoieeg

Ventilation

Perfusion

N L

Fig 1. Ventilation/perfusion scans. (A) Very low probability of pulmonary embolism. (B) High probability of
pulmonary embolism.
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ALYVOOGTIKA EPYOLELR/ Y TEPNYOYPAPNNA KOPOLOS vﬂ’?ﬂ

Avdtaon 6e€10¢ KOIMOG Kl EMTEOMCT HEGOKOLALOKOV OL0QPPAYNATOS




"Hmao wvevpovikn vréptaon
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AL0YVOOTIKG EPYOLELD

* Triplex pAepov kdTm dkpwv

apvytixo triplex dev amorieict ty d1ayvawon
* Moayvntikn ayysioypaelo

Ayotepo evaiocOnty eieétoon oc avykpion ue CTPA
o DAefoypapia pe oKlOYpOPLKO

HOVO OV ETETOL ETEUPOTIKY OVTIUETWOTLON



AlayvooTikd gpyaieta/IIveopovikn ayyeloypo@io




AwyvooTiK npocnélacn/Kivikny mOavotnta

TVEVUOVIKNG EUPOI)S

Geneva score Wells score

Items Clinical decision rule points Items Clinical decision rule points
Original Simplified Original version' Simplified version®
version" version“ Previous PE or DVT 15 1
- >
Previous PE or DVT 3 1 b ol L L
urgery or immobilization within the past 4 weeks -
" Surgery or immobill hin the past 4 week 15 1
eart rate
Haemoptysis 1 1
75-94 bp.m. 3 1 Active cancer 1 1
>95 b.p.m. 5 2 Clinical signs of DVT 3 1
Surge,.-), or fracture within the 2 1 Alterative diagnosis less likely than PE 3 1
past month Clinical probability
) Three-level score
Haemoptysis 2 1
Low 0-1 INJA
Active cancer B 1 Intermediate 2-6 N/A
Unilateral lower-limb pain 3 1 High >7 N/A
Pain on lower-limb deep venous 4 1 Two-level score
palpation and unilateral oedema PE unlikely 04 01
PE likel =5 >2
Age >65 years 1 1 ey = =
Clinical probability
Three-level score
Low 0-3 0-1
Intermediate 4-10 2-4
High >11 >5

Two-level score
PE-unlikely 0-5 0-2
PE-likely >6 >3



ALOYVOOTIKN TTPOCTEANGY

Suspected PE in a patient with haemodynamic instability2

[ Bedside TTEP ]

v

': )
k RV dysfunction?© J‘}I

No Yes
_ v

I
( CTPA immediately available ‘
hS

and feasible?

| 1
Nod Yes

v

CTPA

Positive Megative
L J l
-\-\'I
Search for other causes of Treatment of Search for other causes of

\ shock or instability Y .\_ high-risk PE® ) \_

shock or instability



AWYVOGTIKN TPOSTELUCT)/ ALULOOVVOUIKA 6TAOEPOS

a.60ev)C

Suspect pulmonary embolism

y

History, exam, oximetry, CXR, ECG

.

Assess clinical likelihood of PE

v

Non-high

clinical probability

.

D-dimer

v

v

Y

High clinical
probability

Normal

High

Y

———>» Chest CT

l

No pulmonary
embolism

l

v

Normal

Y

v

Positive

!

No pulmonary
embolism

Treat for
pulmonary
embolism



Extiunon Kivouvov

1. KAwvikn ektipnon
2. Extiunon peyé0oug ko Aettovpyiog g 0e£10¢ KotAiog

3. Aviyvevon KopoloK®V PloogIKTmV



Pulmonary Embolism Severity Index (PESI)

HoapapeTpog Amhomowmpuévo score

HAwia HAwio og €tn - >80 1
Appev 10
loTopLKO KOPKivou 30 1
|oTOPLKO KOPOLOKAG OVETIAPKELOG 10 1
|oTOPLKO XPOVLOC AVATIVEUCTLKIG VOOOU 10 1
Kapdlakn cuyxvotnta = 110bpm 20 1
2UOTOALKN aptnpLakn ieon <100mmHg 30 1
Juyxvotnta avormvowv =30/Aento 20
Oeppokpaoia <36°C 20
Ertibelvwpévo eninedo enikovwviog 60
Kopeopog oéuyovou <90% 20 1

Class I: <65, Class II: 66-85 yopuniot kivovvov, SPESI=0
Class I11I: 86-105 petpiov kivdvvov

Class 1V: 106-125 vyniov kivovvov, sSPESI>1

Class V: >126 moAid vyniov Kivovvou



Extiunon kKivoovov

Early mortality risk Indicators of risk
Haemodynamic Clinical parameters RV dysfunction on Elevated cardiac
instability® of PE severity and/ TTE or CTPAP troponin levels®

or comorbidity:
PESI class IlI-V or
sPESI =|

Intermediate—low

Intermediate
One (or none) positive



Kotnyopromoinon Ivevpovikig Eppoing

Katnyopia KAWLKA X paKTNPLOTIKA
(Zuxvotnta)

Madikn Mveupovikn EuBoAn JuotoAlkn Aptnplakn MNicon <90mmHg,
(5-10%) uTtodpdeuon opyAvwY, TTOAUOPYAVLKA
avemnapkela, Bpoppoc diknv o€Aag otnv
TIVEU LOVLKN apTnpio i 0Tou KUPLOUG

KAddou¢
Yriopadikn) NMvevpovikn) EUBoAn Alpoduvapika otabepol aoBeveic aAAad e
(20-25%) otolxeia SuoAeltoupyiagtng 6€€Lac Kolhiag

N av&énon PLodelktwy evdeLKTLKOL TNG
doptLong mtieonc tng 6e€Lac kotAiag

Muikpn tpog pETpLa Mveuvpovikn EpPoAn QuoloAoyikn aLpoduVapLKn Kot AELTOU PYLKNA
(70%) Katdotaon



O¢epomela/YYyniov Kivovvov ao0evelg

1. O&vyovoBepameio av SO2<90%
2. ©option pe vypa 500cc, ue mpocoyn yiori umwopel va veporatadet n de€ld Koo
3. Ayyel06vomaoTIKG (VOPETVEPPIVN), GE TEPITTMOT CLLOSVVOUIKNC aoTtabetog <90 mmHg
4. Ivétpoma (doPovtapivn), TAVTO 6€ GLVOVACUO UE OYYELOGVOTACTIKA AOY®
oY YELOOIOGTOANG TOV TTPOKAAOVV
5. EEmocmpatikn kukAopopia, yia Bpoayd ypovikd oldc T,

6. Emavoipdtoon



O¢paneia/Zvotnuotikn Opopporivon

Altemhdon =2 0E6UEVGT 6TV LVIKN, EVEPYOTOINGT) TAAGLUIVOYOVOL TOL Opoupov kot didivon Opoppov
STPEMTOKIVAON =2 U1 EL01KT] EVEPYOTTOINGN TOV TAUGLULVOYOVOV, TAAAOTEPTC YEVIAS PAPLLOKO

OpouPorvon umopei va eivor vePYETIKN akOu Kot LEGH o€ 14 NUEPEC LETA TNV TVELUOVIKT) EULPOATN GE

OW’C{QSGT] ne 1o 0&1’) é},l([)pOW},lOL TOV },LUOKOLP&OD _

Amdivteg ZyeTIKEG
Ayloppayikd eyKePailkd [Hopodikd oyapukd evtdg buvon
[oyaypukd eykepaiikd evidg 6UVOL ANyYN VTN KTIKOV
Koaprivog kevtpikoh vevupikod GLOTHHOTOG Eyxopooovn 1 toketodg mpo efOopadog
Tpavpo peilov N kePaAng, yewpovpyeio eviog 3 fdopddmv Mn cvumiéoa onpeto TopaKévTnong
Awoppayikn diéBeon Tpavpatikny avévnym
Evepyng awpopparyio AvBektic) vaéptaon >180mmHg

YoBapn nroatonddeio
AoLddNG evooKapdiTidn

Evepyo mentikd élxkog



Removal of Arterial, Venous,
and Pulmonary Emboli and Thrombi

CAT6/SEP6

One Touch for
Maximum Aspiration
Powerful, Deep Vacuul

Powered by Penumbra ENGINE

-
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~Boston,,
Scient he

Rescue petd amd amotuyio Opoufoivonc
AvtevoeiEeig Opouforvonc

Mikpéc GelPEC 0oOEVDV EVOLALEGOV KIVODVOL
EvaAlaktikn e xelpovpytkng Opoufextouns



Large RV & RA
thrombus removed
via atriotomy

IVC cannula clamped &
temporarily removed

7
&
7

Aorta clamped
proximal to cannula

Clot extracted
from right PA

T~ Aortic CPB
cannula

Antegrade cardloplegla
cannula

Caval CPH \ i .
cannulae



Oepomelo/XVVoro 060EVOV - AVTITNKTIKA

Heparin Induced
Thrombocytopenia [

Antibody mediated activation of platelets with heparin exposure
Thrombocytopenia+/-venous and arterial thrombosis
6 percent daily risk of thrombosis, amputation, and death

1. Mn «xAoacpoatomompévn nropivn: YALKoLopvoyAvkavn,

EVOOQAEPLa YOprYNOM, OVAYKN HETPNONG XPOVAOV TNENG
aPTT, uikpoc ypodvog nuimng210avikn av oamaitn el

PF4 Heparin
AT Score:

0 2 ) f Degree of thrombocytopenia
Timing of platelet count fall
Thrombosis
Other possible causes

IgGAntiPF4Ab  Thrombocytopenia

Opouporvon, Opoufextoun 1 tomroHBETNON PiATPOL KATMO
KO1ANG

l4 l4 Jé r 4 Pl | X
2. Xouniov poprakov Bapovg nmapivi: Yynin at.e.ets <5Ye”5itivetest’ el e
(V] Ny (liver, bone marrow)

Increased destruction
(spleen, immune mediated, HIT)

Suspected
:'l- P l:Tﬁslcore
A Nl AR

BrodrabecipotTa, TpoPAEYIUN GOPLOKOKIVITIKT, L
(SRA) (specific test)

VITOOOPLO YOPTYNOT), TPOCOYT GE VEPPLKTN dLGAELITOVPYiN

3. Fondaparinux: Ilevtacaxyopitnc—= avactoréas Tapdyovio -

By «&_ OI3 4|5 6|8

X, TPOPAEYILN PAPUAKOKIVITIKT, Hio 666N NUEPNGING e Stop Anti P4 Ab ELISA
, , , , , Qé’ g?é 0D <06 0.6-20 >2.0
VOO0 PIMS, UTopel va ypnoilporoindel oe emayduevn and _» SV g S il ?’L‘\
nnapl\/n epOHBOnSVla \ Ne;:iative Positive
e ; P d ed
Platelet Activat d A t
atelet Actliva |c'>-|rI1Tan ggregation ’1

Thrombosis ﬂVL



Tomog opaoNS GVTIITNKTIKOV

Coagulation Cascade

Activation of
coagulation cascade
: Anti-coagulation pathway
protein C, plasmin, and antithrombin

v
X —— (Xlla

Contact activation 77 M Common pathway Activatod _
intrinsic pathway XI Xla X, Xl I, I, and V protein C ¢— ProteinC
Xu, xi, IX,andvinn ...~ —_. . - .
o IOt D o Throml?omodulm-
Thromboplastin IX IXa 6@\0 thrombin complex
(tissue factor) & g Q-
a o
Vi —— Vil Vila ¢—— v :
--------- — Fondaparinux
Tissue factor activation A < P
extrinsic pathway 1. N5
ct X | ‘ FX UFH

~

P - ® ity A Antithrombin
: ' -y mainly inhibits Xa and Ila
(3 N S but also inhibits
Il — .} lla Vlla, 1Xa, Xla, and Xlla
Prothrombin Thrombin
g—
Fibrinogen Fibrin
B
= ) - Xl
Plasminogen —p Plasmin ... 4

“CLOT FORMATION



Oepomelo/Amo TOV GTONNTOS UVTITNKTIKA

Kovpoapvikd aviumnktikd: Aviayovioteg Prrapiving K, avactoréac mapaydviov anéng ILVIL, X X, avtinktikn
OpAon HETA TIC S NuUEPES Y1’ avTo Kal Eekvdve pe ouyyoprpynon UFH 1 LMWH, apywd peiwvouv eriong ta
enineda v mpoteivaov C xatl S, otdyog INR 2-3

Amnevbeioc omd T0V GTOUATOC AVTITNKTIKG,

e T
~ -
s = e 5radaxa
N KOG 0003-0834-51 abigatran etexdla =
W g e -
: . = 150 mg*
,7».';"\'.. = 2 tS - e N oL NOC 5045667930 30 Tebets
S (3pinabantale o ST v Ito
4 \'t:" I - 60 Cagnubes qre o
s - N roxaban)
m—— 3 EUQUIS e Td)letsm
GG T CHN ?.l,} :‘-5_.-.34-( 1F AT E Mw
e —— ez | &
. : 10 mg
B it . III' asair. l umlt)' Re cdy
s Bewto-Nyery Sqitd m X : Ay, K ?W :‘: N ==



Tomog opaoNng 0T0 TOV GTONOTOS UVTITNKTIK®OV

Coagulation Cascade

Activation of
coagulation cascade
: Anti-coagulation pathway
protein C, plasmin, and antithrombin

v
X —— (Xlla

Contact activation " Common pathway Activated _
intrinsic pathway XI Xla X, Xl I, I, and V protein C ¢— ProteinC
Xu, xi, xX,andvine - ...~ —_ . . - .
- e OIN S o Thrombomodulin-
rogt thrombin complex
Thromboplastin = Pia Py P
(tissue factor) ol : Q-
a
Vil ———» Vlla . Vila §—— Vi
Tissue factor activation A
extrinsic pathway X ——» -
V" ........................
- - @ 0 Tt Antithrombin
mainly inhibits Xa and lla
but also inhibits
] Vlla, IXa, Xla, and Xlla
Prothrombin Dab I g atran
Fibrinogen Fibrin
tPA : ‘4— Xl
Plasminogen —p Plasmin ... \ 4

“CLOT FORMATION



ATOTEAECUUTIKOTNTO VEOTEP®V UVTITNKTIK®OV

Outcome Study R R Lower limit Upper limit Weight (%) R R (95% Cl)
Recurrent VTE
Re-Cover (dabigatran) 1.10 0.66 1.84 11.2 O
Einstein-DVT (rivaroxaban) 0.70 0.46 1.07 16.7 O
Einstein-PE (rivaroxaban) 1.13 0.76 1.69 18.4 O
Amplify (apixaban) 0.84 0.60 1.18 25.4 00—
Hokusai (edoxaban) 0.83 0.60 1.14 28.3 e
Subtotal (F = 0%, P=0.46) 0.88 0.74 1.05 100 —
Fatal PE
Re-Cover (dabigatran) 0.33 0.03 3.18 18.0 ° O
Einstein-DVT (rivaroxaban) 2.98 0.12 73.04 9.0 O ®
Einstein-PE (rivaroxaban) 2.00 0.18 21.99 16.0 O &
Amplify (apixaban) 0.50 0.05 5.57 16.0 < O
Hokusai (edoxaban) 1.33 0.30 5.96 411 O
Subtotal (F = 0%, P=0.71) 1.02 0.39 5.96 100 »
Overall mortality
Re-Cover (dabigatran) 0.99 0.55 1.81 7.1 O
Einstein-DVT (rivaroxaban) 0.77 0.51 1.17 14.6 O
Einstein-PE (rivaroxaban) 1.16 0.80 1.68 18.3 &
Amplify (apixaban) 0.79 0.53 1.19 15.6 12
Hokusai (edoxaban) 1.05 0.82 1.33 44 .4 00—
Subtotal (F = 0%, P=0.50) 0.97 0.83 1.14 100 — -
0.1 1 10

Favors NOACs Favors VKAs



AGQALELD. VEOTEPMV OVTITNKTIKOV

Outcome Study RR Lower limit Upper limit Weight (%) R R (95% CI)
Major bleeding
Re-Cover (dabigatran) 0.83 0.48 1.49 18.2
Einstein-DVT (rivaroxaban) 0.70 0.35 1.38 15.9 O
Einstein-PE (rivaroxaban) 0.50 0.31 0.80 21.8 O
Amplify (apixaban) 0.3 017 0.55 18.6 - - —0- —
Hokusai (edoxaban) 0.85 0.60 1.21 25.5 ?
Subtotal {f = 62%, P =0.03) 0.60 0.41 0.88 100 -
Mon-fatal bleeding at a critical site
Re-Cover (dabigatran) 0.1 0.01 0.87 5.5 * <
Einstein-DVT (rivaroxaban) 1.00 0.20 4.93 9.0 O
Einstein-PE (rivaroxaban) 0.27 0.12 0.62 28.4 O
Amplify (apixaban) 0.29 0.09 0.87 174« o
Hokusai (edoxaban) 0.52 0.27 1.02 39.7 O T
Subtotal {f = 13%, P=0.33) 0.38 0.23 0.62 100 ®
Clinically relevant non-major bleeding
Re-Cover (dabigatran) 0.58 0.42 0.82 171 2
Einstein-DVT (rivaroxaban) 1.05 0.83 1.34 19.7 -0
Einstein-PE (rivaroxaban) 0.97 0.81 1.15 21.3 =
Amplify (apixaban) 0.48 0.38 0.61 20.0 O
Hokusai (edoxaban) 0.81 0.70 0.94 21.9 2"
Subtotal (/ = 88%, P < 0.01) 0.76 0.58 0.99 100 — =
MNon-fatal intracranial bleeding
Re-Cover (dabigatran) 0.14 0.01 2.75 8.0 &3 -
Einstein-DVT (rivaroxaban) 4.98 0.24 103.65 7.7 - O »
Einstein-PE (rivaroxaban) 0.10 0.01 0.78 15.3+0
Amplify (apixaban) 0.50 0.13 2.01 28.3 o .
Hokusai (edoxaban) 0.42 0.15 1.18 40.8 =, =
Subtotal {f = 20%, P=0.29) 0.39 0.16 0.94 100 -
Major gastrointestinal bleeding
Re-Cover (dabigatran) 1.79 0.60 5.33 22.9 1 Q
Einstein-DVT (rivaroxaban) 0.75 0.7 3.33 14.5 O -
Einstein-PE (rivaroxaban) 0.56 0.25 1.27 32.4 O .
Amplify tap!xaban} 0.39 0.16 0.93 301 O
Subtotal (I = 37%, P =0.19) 0.68 0.36 0.30 100 -
Fatal bleeding
Re-Cover (dabigatran) 0.99 0.06 15.88 103 O -
Einstein-DVT (rivaroxaban) 0.20 0.02 1.70 171« O .
Einstein-PE (rivaroxaban) 0.66 0.11 3.97 24,7 O |
Amplify (apixaban) 0.50 0.05 5.54 13.7 = o -
Hokusai (edoxaban) 0.20 0.04 0.91 3.2+ O
Subtotal (I = 0%, P=0.75) 0.36 0.15 0.87 100 -
0.1 1 10

Favors NOACs Favors VKAs



Avapkelo Oepametog

Ynrotponég oe acOeveic pe ITE: 11% oto £€toc, 20% ota 3 €, 29% ota 5 €11, 40% ot dekaetia
Ynotponéc oe acOeveic pe IE yopic capég aitio: 15% oto €tog, 26% ota 3 €, 41% ota 5 €1, 53% ot dekoetio

Estimated risk for long-term Risk factor category Exampls”
recurrence® for index PEP

* Minor surgery (general anaesthesia for <30 min)
= Admission to hospital for <3 days with an acute illness

» Oestrogen therapy/contraception
Transient or reversible factors * Pregnancy or puerperium
associated with <10-fold increased risk * Confined to bed out of hospital for =3 days with
for first (index) VTE an acute illness
Intermediate (3-8% per year) * Leg injury (without fracture) associated with reduced
mobility for 23 days

* Long-haul flight >3 4 Ve
* Inflammatory bowel disease ll’ n g

Non-malignant persistent risk factors A e dlsatas

No identifiable risk factor



HopoteTopévn Ocponcia

1. Apixaban 2.5mgx2
2. Rivaroxaban 10mgx1

3. Kovuapivikd 6e aviipoo@omidrtkd chHvopouo

2€ VEOTTAOGIEC TPOKPIvETOUL 1| YPTION:

1. Apixaban 10mgx2
2. Rivaroxaban 20mgx1

3. Dalteparin 2001U/kg yia 30 nuépeg ki Eémerta 1501U/Kg nuepnoing



EmmlokEg

1. Yrotpomec
2. Xpovia, OpouPoepfoikn) TVELUOVIKT] VTEPTAOT
3. MetaBpouPmtikd cOuvopouo

4. YvvoucOnuatikn emPdpovon




YTAVIES KATOOTAGELS

. Hapdootn eufoin: EuPoAloudc TS GUGTNUOTIKNC KUKAOPOPIOG AOY® OVOIKTOV
(WOELOOVC TPNLLOTOC

. IIvevpoviko Euepoakto: ITAcvpitikd dAyoc, aiuontoon, 3-7 nUEPEC LETA TNV EUPOAN,
EUTVPETO, AEVKOKVTTAP®OT], owENUEVN ToyvTNTO KoBilnong epubpav, aKTVOLOYIKA
gupnuato

. Mn OpouPwtikn mtvevpovikn epuoin: Airoc, 0ykoc, aeépac, auviako vypo

. Ev 10 BBl pAePoBpouPwon dvo dxpwv: kevipukoi pAefokabetnpec, Pnuotodotikd

NAEKTPOOLN, POrts ynuelobepamelwv, Kivouvog GuvopoLoy Avm KOIANG AEPOC



Iopayovtes Kivovvou IIovtou

Kapxivog 3
ITponyovuevo BpouPoeuPorikod emelcoo10
Axwmoia

Opoupopiiia

Tpovpo/Xetpovpyikn enéupPaocn

HAucdo > 70 etov

Kopdiokn 1 avamvevsTikT avendpKeLo

O&0 Euppayuo Tov LLOKAPIIOL 1 EYKEPAAKO
AolpmEn/Aatoroyikd voonua

[Tayvoapkia

P PR R R RPN WwWWw W

OpuovoBepaneio

>4 tovrovg =2 ovotaot yia evoéamapivn 40mg, dsoitemapivn 50001U, fonaparinux 2.5mg






