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KAPAIAKH ANEITAPKEIA



HEART FAILURE

Definition of heart failure

Clinical syndrome that can result from any
structural or functional cardiac disorder that
Impairs the ability of the ventricle to fill with

or eject blood

AHA / ACC HF guidelines 2001

Clinical symptoms / signs secondary to
abnormal ventricular function

ESC HF guidelines 2001



HEART FAILURE

The Problem (USA)

e 5,000,000 patients

* 6,500,000 hospital days / year

e 300,000 deaths / year

e 6% - 10% of people > 65 years

 5.4% of health care budget (38 billion)
* |ncidence X 2 In last ten years

Gottdiener J et al. JACC 2000;35:1628

Haldeman GA et al. Am Heart J 1999;137:352

Kannel WB et al. Am Heart J 1991;121:951

O’Connell JB et al. J Heart Lung Transplant 1993;13:S107



HEART FAILURE

Hypertension

Diabetes, Hyperchol. A
Family Hx

Cardiotoxins

l

Heart disease B

Stages In the Evolution
of Heart Failure
Clinical Characteristics

(any)
Asymptomatic
L LV dysfunction

Systolic / Diastolic

C

|

Dyspnea, Fatigue
Reduced exercise
tolerance

AHA / ACC HF guidelines 2001

D,

>

Marked symptoms
at rest despite
max. therapy




HEART FAILURE

Direct Causes

1- Myocardial abnormalities (CHD!)
2- Hemodynamic overload

3- Ventricular filling abnormalities
4- VVentricular dyssynergy

5- Changes In cardiac rhythm



HEART FAILURE

Aggravating Factors

e Medications

« New heart disease
» Myocardial iIschemia

» Pregnancy » Endocarditis
« Arrhythmias (AF) » Obesity
» Infections « Hypertension

« Thromboembolism o

- Hyper/hypothyroidism -

Physical activity

Dietary excess



HEART FAILURE

Prognosis
007 <30 Post MI
e Nn=196
Cardiac
Mortality 3

¢ 31-35

% 20-
10- 36-45

° 54_60

0
20 30 40 50 60 /0 &0

Brodie B. et al LVEF

Am J Cardiol 1992:69:1113




HEART FAILURE SYMPTOMS

to skeletal muscle.

secondary to pulmonary congestion when pulmonary venous pressure IS
greater than 20 mm Hg, which results in transudative leakage of fluid into the
pulmonary parenchyma.

result of diminished forward
flow to cerebral and kidney circulation.

fluid from gravity-
dependent portions of body are redistributed into intravascular circulation when
recumbent, resulting in increased intracardiac filling pressures.

elevated right-sided filling pressures cause hepatic
swelling and intestinal edema.

p fluid retention due to neuroendocrine
mechanisms and elevated right-sided pressures cause accumulation of interstitial fluid.



HEART FAILURE SIGNS

e Cool extremities, mild cyanosis, and poor capillary refill secondary to poor
cardiac output.

e Tachycardia and tachypnea due to high sympathetic tone.

e Cheyne-Stokes breathing: hyperventilation followed by temporary
cessation of breathing due to increased circulation time between lungs and
CNS respiratory centers.

e Pulmonary ronchi and rales occur if left atrial pressure is greater than 20
mm Hg.

e Third heart sound occurs during early diastole, during rapid ventricular
filling phase: suggestive of pathologic increase in diastolic ventricular filling due
to fluid overload.

e Fourth heart sound: produced by contraction of atria in late diastole and
occurs when the atrial-augmented filling enters a pathologically stiffened

ventricle.



HEART FAILURE SIGNS

Elevated jugular venous pulsation with prominent V
wave and steep Y descent

pPeripheral edema

Enlarged liver span from hepatic enlargement
Ascites

hHepatojugular refluy
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Primary Targets of Treatment in Heart Failure

Beta-blockers

Digoxin,
inotropes

\ Cardiac-

\ resynchronization

therapy

ACE inhibitors,
angiotensin-receptor blockers,
aldosterone antagonists

Diuretics,
aldosterone
antagonisls,

nesiritide

ACE inhibitors, /

angiotensin-receptor blockers,
vasodilators, alpha-blockade,
nesiritide, exercise
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HEART FAILURE
TREATMENT STRATEGIES

Vasodilators Symptom

Diuretics _ .
| Inotropics relief

Neurohumoral activation

ACE-Is, B-blockers Prevention
Spironolatone of disease
progression
ARBs?, ANP?
ET-17
Gene | Anti-remodeling Reversal
therapy? strategies of HF

Mann. Circulation 1999; 100: 999-1008



HEART FAILURE

Treatment
Pharmacologic Therapy

e Diuretics
« ACE Inhibitors

» Beta Blockers
» Digitalis

e Spironolactone

» Other



HEART FAILURE

Treat risk factors
Avoid toxics A
ACE-I in selected p.

Stages In the Evolution

l of Heart Failure
3 bAICEk-i B Treatment
OCKers
In selected
— patients
| C
ACE-I
B blockers
Diuretics / Digitalis D

Palliative therapy
>Mech. Assist device
Heart Transplant

AHA / ACC HF guidelines 2001



AIOYPHTIKA KAI KAPAIAKH ANETAPKEIA

KATHIOPIA KATA NYHA

1 2 3 4

ACE Inhibitors

Diuretics plus different site
Edema action diuretic

B - blockers

Digoxin
AF
Spironolactone

1 > 2 > 3 ~ 4
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Classification of the Cardiomyopathies

. Dilation and impaired contraction of the left or both
ventricles. Caused by familial-genetic, viral, and/or immune, alcoholic-toxic, or
unknown factors or is associated with recognized cardiovascular disease.

. Left and/or right ventricular hypertrophy,
often asymmetrical, which usually involves the interventricular septum.
Mutations in sarcoplasmic proteins cause the disease in many patients.

. Restricted filling and reduced diastolic size of
either or both ventricles with normal or near-normal systolic function. Is
idiopathic or associated with other disease (e.g., amyloidosis, endomyocardial
disease).

. Progressive fibrofatty
replacement of the right, and to some degree left, ventricular
myocardium. Familial disease is common.

. Diseases that do not fit readily into any
category. Examples include systolic dysfunction with minimal dilation,
mitochondrial disease, and fibroelastosis.



Normal

Hypertrophic cardiomyopathy Restrictive cardiomyopathy

Source: Fauci AS, Kasper DL, Braunwald E, Hauser SL, Longo DL, Jameson JL, Loscalzo J:
Harrison's Principles of Internal Medicine, 17th Edition: http://www. accessmedicine.com

Copyright @ The McGraw-Hill Companies, Inc All rights reserved.



TABLE 59-2  Functional Classification of the Cardiomyopathies

Dilated

Restrictive

Hypertrophic

Symptoms

Congestive heart failure, particularly
left sided

Fatigue and weakness

Systemic or pulmonary emboli

Dyspnea, fatigue

Right-sided congestive heart failure

Signs and symptoms of systemic
disease, e.g., amyloidosis, iron
storage disease

Dyspned, angina pecloris
Fatigue, syncope, palpitations

Physical Examination

Moderate to severe cardiomegaly; S, S,

Atrioventricular valve regurgitation,
especially mitral

Mild to moderate cardiomegaly; S, or S,

Atrioventricular valve regurgitation;
inspiratory increase in venous
pressure (Kussmaul sign)

Mild cardiomegaly

Apical systolic thrill and heave; brisk carotid
upstroke

S, common

Systolic murmur thal increases with Valsalva
maneuver

Chest Roentgenogram

Moderate to marked cardiac
enlargement, especially left
ventricular

Pulmonary venous hypertension

Mild cardiac enlargement
Pulmonary venous hypertension

Mild to moderate cardiac enlargement
Left atrial enlargement

Electrocardiogram

Sinus lachycardia

Atrial and ventricular arrhythmias

ST segment and T wave abnormalities
Intraventricular conduction defects

Low vollage
Intraventricular conduction defects
Atrioventricular conduction defects

Left ventricular hypertrophy

ST segment and T wave abnormalities
Abnormal Q waves

Atrial and ventricular arrhythmias

Echocardiogram

Left ventricular dilation and
dysfunction

Abnormal diastolic mitral valve motion
secondary to abnormal compliance
and filling pressures

Increased left ventricular wall thickness
and mass

Small or normal-sized left ventricular
cavity

Normal systolic function

Paricardial effusion

Asymmetrical septal hypertrophy (ASH)

Narrow left ventricular outflow tract

Systolic anterior motion (SAM) of the mitral
valve

Small or normal-sized left ventricle




TABLE 594

Molecular Defects Linked to the Various

Cardiomyvopathies

Cardiomyopathy
Genomic Defect Hypertrophic  Dilated  Restrictive
Sarcomere
Myosin heavy chain M M
Mvosin essential light M
chain
Myosin regulatory light M
chain
Cardiac actin M M
Troponin T M/D D
Troponin 1 M M
Alpha-tropomyosin M M
Myosin-binding M/D
protein C
Titin/titin-related Protein
Titin M M/D
Telethonin {T-cap) M
Z-disk-associated Proteins
Muscle LIM domain M
protein
Sarcolemma Cytoskeleton
Dvstrophin D
Beta-sarcoglyvcan D/Dup
Delta-sarcoglycan M
Alpha-dystrobrevin M
Metavinculin D
Intermediate Filaments
Desmin M
Lamin A/C M
D = deletion; Dup = duplication: M =« missense.

Adapted from Chien KR: Genotype, phenotvpe: Upstairs, downstairs in the
family of cardiomyapathies. J Clin Invest 111:175, 2003,

Copyright © 2005 by Elsevier Inc.



TABLE 59-8 Classification of Types of Restriclive

Cardiomyopathy According to Cause

Myvocardial

Noninfiltrative

Idiopathic cardiomyopathy®
Familial cardiomvopathy
Hypertrophic cardiomvopathy
Scleroderma
Pseudoxanthoma elasticum
Diabetic cardiomyopathy

Infiltrative
Amyloidosis*
Sarcoidosis®
Gaucher disease
Hurler disease
Fatty infiltration

Storage Disease
Hemochromatosis

Fabry disease

Glycogen storage disease

Endomyocardial

Endomyvocardial fibrosis*

Hypereosinophilic syndrome

Carcinoid heart disease

Metastatic cancers

Radiation*

Toxic effects of anthracycline*

Drugs causing fibrous endocarditis (serotonin, methvsergide,
ergotamine, mercurial agents, busulfan)

From Kushwaha S, Fallon T, Fuster V: Restrictive cardiomyopathy. N Engl )
Med 336:267, 1997, Copyright 1997, Massachusetts Medical Society.

*These conditions are more likely than the others to be encountered in clini-
cal practice.

Copyright © 2005 by Elsevier Inc.



Clinical management algorithm for patients with
hypertrophic cardiomyopathy (HCM).

Y

No symptoms

|

Mild syﬁtptoms

Y

No treatment

| Drug treatment

l

Moderate or

Non-obstructive

l

Drug treatment:
j3 blockers

(Diuretics)

Calcium antagonists

I | severe symptoms ‘

Obstructive

l

Drug treatment:
B3 blockers

~ Disopyramide

(Verapamil)

Alcohol -ablation} [ Myectomy \ Pacemaker

Copyright © 2005 by Elsevier Inc.



- Serial Genetically affected Overall HCM
follow-up | w/o phenotype | population ‘
High risk of | |
sudden death = Ye5— * ICD
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Atrial fibrillation yes 1
nlo " Anticoagulation:
i e te control;
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[ I 1
yes yes
+ .
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HCM (rest or provocation)
Dmgs I
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gverapamﬂlcﬂlﬁazem disopyramide
Nanced Nonobstructive Drug fé'fadow Obstructive Alternatives
' G > HCM symptoms HCM - to surgery
' treatment +/~ ICD Septal soptal | | .ODD |
mye_ctomy J



Technique of ethanol infusion into a septal artery in
hypertrophic cardiomyopathy.

Hypertrophied

septum

Ethanol-induced
infarction g

Copyright © 2005 by Elsevier Inc.



TREATMENT OF RESTRICTIVE CARDIOMYOPATHIES

In patients with secondary restrictive cardiomyopathies,
treatment must address both the underlying systemic disease
and the heart failure itself.

Diuresis is key but must be undertaken carefully so as not to
reduce left ventricular filling pressures to the point of causing
hypotension.

Angiotensin-converting enzyme inhibitors and [(3-blockers are
commonly recommended despite fewer data on their benefit
than in dilated cardiomyopathy.

For idiopathic restrictive cardiomyopathy, treatment of heart
failure is the only option.
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AvOpac 73 eTwv
TPpoonABe oTa e€wTepIKA
\atpeia pe d0e€1d
nuiITtdpeon kai duowaaoia
amo 3wpou.

2. Auepa 1o Tpwi Eyive CT
EYKEPAAOU TTOU OEiXVEl
Eva 10XAIHIKO EUPPAKTO.

T aywyn pag
oupuPouAeVeTE va
apxiooupe?




To TTpopAnua

AEE: avripatikn kal @TwWXA avTIHETWTION

EBivai emeiyovoa voooc, ommwce 1o o0&V £Uppaypa Tou
HUokapdiou

Erciyouoa Ocpancia: amaiTei acpahn, ypayopn Kai akpipn
dlayvwaon

Ta AEE cival pia sTepoyevic opHada veupoAoyikwy

OUVOPOHWYV
diapopov aiTiohoyiag,
diapopou TaBowuaioAoyikoU pnxaviopou,

diapdpou BepameUTIKAG TPOCEYYIONG
(L. Caplan, Stroke: a clinical approach, 1993)



OPIZMOZ

Ayyeiako EykepaAiko Emeicodio (AEE) cival
KAOe KAIVIKO ouvOpopo, TAXEWC
avadmTUOoOUEVO, TTOU o0NYEi 0€ €0TIAKA K Kal
YEVIKA amtwAgid TG eYKEPAAIKAC AgiToupyiag

ayyYeIdKAC Kdadl HOvo
aiTioAoyiac.

J Clin Epidemiol/, WHO MONICA project 1988



TTaAai6¢ oplopéc Néog opiopog

TTapodikoy Toxaipikov AEE  TTapodikoU Ioxaipikou AEE

(paciZépevoc aTo Xpovo) (Paci{opevog aTo pun povipn PAApn Tou
gyKepaAikoU 1aTo0)

TTapodiko 1oxaipiké AEE eivar éva  TTapodiko 1oxaipiko AEE eivar éva

aipvidlo veupoAoyiko cUUTTTWHA OUVTOHO €TTE100010 VEUPOAOYIKAC
N onueio diapkeiag péxpl <24 duoAeiToupyiag TpokaAoUpEVo
wpWwyv, ayyeiakng aiTioAoyiag, aTo €0TIAKA EYKEPAAIKA H
eplop1{Oevo o€ pia eploxh apeipAnoTpocidIkA 1oxaipia, pe
TOU eYKEPAAoU R Tou opBaApou KAIVIKA oupTtTwparta diapkeiacg <1
Kal dpdeuOEVO ATTO wpag mou amodedeiypéva (MRI)
OUYKEKPIUEVN apThpid. dev opeihovTal oe ofU

EYKEPAAIKO ELPPAKTO.

N Engl J Med 2002;347:1713-1716



2 toixeia amo Tic HITA

TTowTn aiTia pakpoxpovnc coPapnc
avamnnpiac
500,000 véa AEE oTic HTTA eTnoiwg

Tpitn aitia ©avatwy otic HITA (167,400
O©dvartol To 1999)

EuBuvovTtai via > 50% 6Awv Twv
VEUPOAOYIKWY £10ayWYWV 0Td VOOOKOUEid

AHA, 2002 Heart and Stroke Statistical Update.



Stroke is the third leading cause
of death worldwide

14
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All deaths (%)
o oo

Coronary Cancer Stroke Injury Respiratory HIV/AIDS
heart disease tract infection

HIV/AIDS = human immunodeficiency virus/acquired immune deficiency syndrome
Reference: 1. World Health Organization. Global burden of stroke 2005. Available at: www.cvdatlas_16 _deathfromstroke.pdf



EmidnuioAoyikoi OEiKTEC

KUpiec aitieg¢ ©avarov otnv EAAada-2005
(ava 100.000 mtAnBuaopov)

B 1. Heartdiseases
> Malignant neoplasm

”
3. Cerebrovascul ar disease
4. Other diseases of the
respiratory system

. Accidents




%

OvnroTnta 28 nuepwv amo AEE
katd Ta étn 1994 kai 2004 (CFR)

1994: 26.6% (95% CI, 22.9-30.2)
2004: 25.5% (95% CI, 20.3-30.7)

30

251

201 m 1994

15 2004

10-

ANAPEZ N'YNAIKEZ 2YNOAO

Vemmos et al, Stroke 1999, and ESC May 2005 _



2 Uyxpovn kararaén AEE

AITIOTTADOYEVETIKOC HNXAVIOUOC

OAec o1 peAéTes

ABNpookANpwWTIKN VOOOC HEYAAwv ayyeiwv
Aipoduvapiké épppakTto (low-flow)
EupoAiko éugpakTo (artery to artery)

KevoTtomwdn éugpakrta (Lacunes)
KapdiocppoAika

Kpuntoyevn (épgppakTa avamodeikTnG aiTiac)
Zmavia aitia

EvdocykepaAikn
Yrapaxvoeidng

14-35%

17-25%
18-33%
12-37%

5%

15%
5-7%

ABnvacg

15%

17%
32%
17%

4%

15%



One year survival in patients with first-ever stroke
“The Arcadia Stroke Registry”

KevoTotTiwd

e

LVA (n = 75) CE (n=127)
—-— LAC(n=71) —-— ICH (n=77)
IUC (n = 174) SAH (n = 14)

100 200 300
Days after onset of stroke

Vemmos et al, J Neurol Neurosurg Psychiatry 2000;69:595-600
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EMNEITON CT
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20 CT scan
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Tpaxniou

US/kapdidg
A10Bwpakikoé

Ayysioypagia
DSA /MRA /
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Holter
I0KOU puBuou
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Oepartreia oeiag eaong

[Cevikoi oToXO!

(Acute stroke = medical emergency)

OAo1 o1 aoBeveic pe ofU AEE mpémel onpepa
va OcwpoUvTadl £TTEIYOVTA TTEPIOTATIKA

ExkTipnon kai évapén Oepameiac <3 WpeC

Eioaywyn oc povadec AEE r "stroke team”

European Stroke Initiative 2003



NoonAcia og €10IKEC Hovadec

(Grade A)
Meiwon OvnroTnrag

Meiwon ©Ovnrotntac + pPapeidc

avikavoTnTag

Stroke Unit Trialists’ Collaboration
BMJ 1997:314:1151




Oepartreia oeiag eaong

TTpwrec evépyeiec oTo OaAapo
9-8 min

ZWTIKA onueida

ATT, opUCeic, avamvon, Osppokpaacia
KAIvikn €€ €Taon
KapdioavatmveuaTikn, ayyeia, veupoAoyikn
EvdopAépia ypapph

Normal, Ringers, Ayn aipatog
TTowTdkoAAO OpoupoAuong



Oepartreia oeiag eaong

["evikn umooTnpikTIKR aywyn I

IV Normal saline 1500-2000 cc/24h
ATopuyn dextrose, utoTovwy d1adAUPATWY

Aiatpopn
ANokipaoia Udarog, PiIvTeo-PAouopooKOTINON HE PdApio
PivoyaoTpiko¢ owAnvacg, yaotpooTopia (>1 pAava)

Food Trial (Lancet. 2005)
FaoTpoaoTopia audver Tn BvnToTnTa Vs Levin
Kapia diapopad: tpwipn diatpoph pe Levin vs kaBuatepnuévng

O¢pancia kapdiakwv appuBuIwy, 1oxaipiac

TTpoAnyn @AepoBpoppwonc (kardkoitol, NUITTANYIKOI)
EAaoTIKEC KAATOEC
ISC LMWH o¢ d60¢ei¢c tpoAnyng
aomipivn



TTpoAnyn BpoupwTikwy cupPpapdaTwy oe
aoOeveic pe 1oxaipiko AEE

~Incidence (%) |

p = 0.0001

| 181

UFH 5 000 Ux2/24h

I Enoxaparin 40 mg sc/24h

10.2  p=0.0003
9.6
4.5
b 30-096 p = 0.059
~ 03 099 o2
VTE I Proximal ISymptomaticl PE
DAVAN \AJ =

®dAeBoBpopupwon
O0e€10U KATW AKPOU

UCSD Cinical mages

PREVAIL,



Oepartreia oeiag eaong

O¢epaneieCc HOVo o€ KAIVIKEC HEAETEC

(dev éxel amodeixBOei dpeAog, dev ouvioTwvTal)

OXI NeupompooTateuTika (grade A)
Enciyouoa evdapTnpeKTOUn  (grade C)
Enciyouoa ayyelomAaoTIiKR  (grade C)

OXI AipgodiUAion (grade A)

American Stroke Association  European Stroke Initiative
Stroke. 2005;36:916-921 Cerebrovasc Dis 2003,;16.:311-337



Oepartreia oeiag eaong

[Cevikn umooTnpIkTIKA aywyn IT
O¢eparneia emimTAOKWY

Yro€aipia
Xophynon O2 dev xpeidlovral 6Aol o1 doBevei¢ (grade B)
Xophynon O2 oe kopeap6 <92 %
NAiaowAfvwon: 02<50% K CO2>50% K avamvoéc >40
YrnoTaon
Xopriynon uypuv
Epinephrine 0.1-2 mg/h plus dobutamine 5-50 mg/h

YnrepyAukaipia
O¢pameia >110 mg/dL
IvoouAivn

O¢pancia Aoipwéewv
AvTipioTIKkA

TTupeTroc
TTapakeTapoAn (4-6 gr/24h)



Oepartreia oeiag eaong

[Cevikn urooTnpIkTIKR aywyn ITI

Ocepaneia emiTAOKWY-UTEPTAON

AoOeveic mou dev Ba wapouv BpoppoAuon

Eav: ZATT <220 i AATT <120 mmHg (2 petprioeig oe Sidotnua 5 min)
- Mn O¢pameia
- Ogpameia: oL éuppaypa, oV TTveUPOVIKO 0idnpa, 1axwWpPIoTIKO aveUpuauda
- AVTIHETWTION: TTOVOU, KATAKPATNONG oUpwyv, KepaAdAyia, O1Eyepan, KAT
- AVTIHETWTION €TITTAOKWY: UTtoyAUKaidiag, utmroiag, eykepaAikoU oIdNUATog

Eav: ZATT 2220 n AATT=121-140 n MATT >130 mmHg (avd 20 min)
IM kAovidivn 0.125 mg A kai IV oe apaiwaon
IV vitpoyAukepivn 5 mg A nitropaste
IV eopoAdAn

Eav: AATT > 140 mm Hg (2 uetphoeic oe didotnua 5 min)
IV vitpomtpwoaiko vdTpio 0.5 mg/Kg/min

OpoupoAuon: zATT > 185 mm Hg r AATT > 110 mm Hg

- avaykn Oepareiac



Oepartreia oeiag eaong

[Cevikn umooTnpIKkTIKR aywyn IV
Oceparneia OEeiwv NeupoAoyikwy EmirAokwy

EykepaAiko Oidnua
KpaviekTopn Kai amooupmicon
KopTikoe1dn dev ouvioTwyvTal

2 ¢ emdeivwaon R alfnon ThG evookpdviag Tieang
IV MavviToAn, Ymepagpiopog
TTapoxéteuon ENY
EmiAnmTikéC Kpioeic (4-5%)
Oc¢eparmeia OTTWE OTIC AAAEC ETTIANTITIKEG KPIiOEIC

American Stroke Association
Stroke. 2005,36:916-921



Oepartreia oeiag eaong

Odnyiec yia BpoupoAucn oe oCU 10XAIHIKO
AEE onpepa (AHA Stroke Council)

IV rt-PA 0.9mg/Kg, 10% bolus, 60min
Xophynon pappdkou <3h

IV oTpemTokivdon dev ouvioTdTal (Grade A)
CT scan ekTipgnon amo €101kouUg

Kpithpia amokAciopoU NINDS

NoonAcia o MEO n Movada o éwv AEE
AuvaTtéTnTa avTIgeTWITIoNG dijoppayiwy

Circulation 1996;94:1167-1174, Neurology 1999.53:53-514



Oepartreia oeiag eaong

NINDS rt-PA Stroke Study
rt-PA within 3 hrs after onset of symptoms

30-50% favorable outcome vs. 20-38%
in placebo group

Similar mortality rates

Symptomatic Intracranial hemorrhage in
6.4% vs. 0.6% in placebo group

The sooner the treatment is started the
greater the benefit

NEJM 1995;333:1581-7.



Thrombolysis for ischemic stroke in the United States:

data from National Hospital Discharge Survey
1999-2001

= 1,796,513 admissions for ischemic stroke
between 1999 and 2001

= 1,314 (0.07%) underwent intra-arterial
thrombolysis

= 11,283 (0.6%) underwent intravenous
thrombolysis

= 31eOvig <5% Twv acBevwv Aappaver rt-PA

Qureshi AL, Neurosurgery 2005,57:647-54



Oepartreia oeiag eaong

TTpwiyn deutepoyevng mpoAnyn
Aoripivn

Aomipivn (100-300 mg/24wpo) evrog 24-48 wpwv o
OAd Ta 1I0XAIHIKA. (grade A)

Mmopei emiong va xopnynOei kKAomidoypéAn R
ouvOuadoHOC aomipivnG-OImupIdapoAng. (grade A)

Agv Yopnyeital avti TnG 0pouBOAUTIKAG AYWYNS (grade A)

UFH R LMWH R KOupapIviKa Ogv CUuVICTWVTAI

Stroke 2006:37:577-617



Acutepoyevic poAnyn

KapodioeufBoAika AEE

Apxiloupe avTITINKTIKN aywyn, otav 1o 20 CT eivai (-) yia
AINOPPAYIKO EMPPAKTO

Mn BaABIdIKA KOATTIKA HOpHOApPUYR
Koupapivikd  (INR 2.0-3.0) (Grade A)

Mnxavikég TrTpooOeTIKES BaABideg
Koupapivikd (INR 3.0-4.0) (Grade A)

AlaTaTtik puokapdioTrddeia (Grade B) ?
Koupapivikd (INR 2.0-3.0)

Mpooearto euppaypa puoxapﬁlou aveupuoua TTpooBiou
TOIXWHATOG HE I xwplg OpOuBoO (Grade B)

Koupapivika yia 3-6 uives  (INR 2.0-3.0)

Koupuapivika + aoTripivn ?

MaAaid Epppaypa puokapdiou
AoTTIpivn (75-100 mg)  (Grade A)



> To AEE civai eTepoyevAc opada VveupoAoyikwyv
OUVOPOHWYV

» la va wporteiveic pia Oegpancia wpemwel va yvwpileig
Tnv akpipn aitia

> H diapopeTikn aiTioAoyia e€nyei Tnv awotuxia
HEYAAWYV HEAETWY TOU CUHTEPIAGUPAVOUV YEVIKWC OAd
Ta 1oxaipika AEE

> Ymapxel avaykn HIKPOTEPWY HEAETWY TOU vad agopouv
HOVO OUYKEKPIHEVN diTIoOAoyia ThG VOOOU

X OTEVWOoNn KapwrTidac



To of0 AEE araitei Taxeia pyerapopd Tou aoBevoug oe
OpYAVWUEVO KEVTPO

H xopnynon rt-PA PeATiwvel Tnv avannpia Twv
acOevwyv otav xopnynOei oc < 3 wpecg

H voonAeia kai @povrida Twv aoOevwyv oe €IBIKEC
povadec peiwvel Tn OvnroTnTta Kai avawnhpia

H Oepaneutikn rapéppaon e€atopikeVeTal yia Tov KaOe
aoOevn

Ymapxel avaykn eVNUEPWONG Kal OUHHOPQWONG TWv
YIQTPWV YId TIC ATOOEOEIYHEVEC OEPATEVTIKEG
napeppaoccic ornv ofeia paon Twv AEE
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