Ayyeloka EykepaAika ETteicodia

TZAT2O0Y

AAIKO KATEPINA
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OpiwopoG A.E.E

EVO GUVOPOLO TO 0TT0i0 yoapoaktnpilstal amo

- oeior avamTuén CUUMTTWUATWY KO ONUEIWY,
N omola oEideTal O ATTWAELX TS AELTOUPYIOG
TUNUOTOC TOU EYKEPAAOU

- amo mpoaBoArn ayyeiov (loyaluic/aiuoppayio)

wrhagic Stroke Sire



http://catalog.nucleusinc.com/enlargeexhibit.php?ID=4596

EmtidnuioAoyia

2" Lo ouvn autia Bavatou o€ ATopa>60 ETWV KaL TNV TILO
CUX VN OLTLO VO PLOLG.

57 T1Lo ouxvn autia Bavatou o€ atopa NAKIAG 15-59 ETWY
2° OUYVOTEPO aiTlo avolkrig dlaTapoymS

Ava €10G 15000.000 avBpwTtol Oa utootouv AEE/ 6.000.000

neBaivouv
Ava 6 deutepolemntta cupPaivel AEE Bavatndopo

p
wurldwide
will have a
stroke
in their
lifetime.

IT COULD
BE YOU!

‘&  World Stroke
Pl Organization



DuoloAoyia alpatwong eykepaAouv

[nyn evepyetag yAukodn/ pepa 115gr

15%6 TNG KAPSLOKNG TILPOXTG XPMOLHOTIOLEITAL VIO TOV EYKEDAAO O
oTtol0G aTtoTEAEL TO 2% TOU GUVOALKO BAPOG TOU CWHATOG

ZUHTITWHOTA EYKEPAAIKNIG LOXALHIOG TTpousLadovTal 0tav 1
OLULAITIKT] POT) TECEL OO TN GUCLOAOYIKN TLUN TwV 58mlioogr
gYKEDOALKOU 10TOU av& AeTTTO KEATW aTto T 22ml (Un avaoTpéWLun
<8-10ml/100gr)

iC(ATP) YOAQKTIKO 08U aTt0 avaePOPLo YAUKOAVOT), KOTOPPEEL
OHOLOOTOAT UOOTOG LOVTWY/ £10000¢G Ca/ameAeuBeépwon e =
OLEYEPTIKWY QpLVOEEWY OTIwG Glu Eitaia
OovaTog KUTTAPOU |

'
Stroke : Time lost is
brain lost



Ayyeloko Zuotnpa EykepaAiov

Left internal
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Right internal
carotid artery
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Ayyeloko Zuotnpa EykepaAiov

Leptomeningeal
branches and
anastomoses

Ophthalmic a.

Angulara.

E¢ayavo
Circle of TOU
willis Willis
Superficial
temporal a.
Occipital a.

Facial a.

Internal carotid a.
External carotid a.

Vertebral a.

Common carotid a.

Mpoodia
e EYKEPAAIKA
aptpia
Npoodia
. QVOOTOHWOTIKN
apTnpia

Onicdio
avaoTOPATIKN

apmpia
- OnicBia
eYKEPAAIKT
aprnpia

~== Baoikn
aptnpia

R . e TROVOUNIKR

ququG




Katataén A.E.E

ALTLOTIAOOYEVETIKOG UNYOVIGLOG

ABnpoBpopBwTiky} vOGOG pEYAAWYV QyYEiWV
Aloduva ko epdpakto (low-flow)
EuBoAiko eudpakto (artery-to-artery)

Kevoywplwdn Endppakta
KapdioepBoAika
Kpumttoyevij

2TIAVIO OUTL

80%
15-35%

17-25%
18-33%
12-37%
5%



Katataén A.E.E

AltioTtatOoyVEVETLIKO

Alpoppayio:
-EVOOTIOPEYYUMTIKT
-€VOOKOLALOKT)
-UTIO PO VOELOTG

Ischemic
Stroke

Intracerebral
Hemorrhage

Subarachnoid
Hemorrhage



H KAWViIKY] 010y VWO TIKY) TIPOGEYYLOT) TWV OYYELOKWV

EYKEDAALKWYV ETIELCOOIWV

Evtomion ¢ PAGPNG
‘EkToon g

2oBapotnTa g
ALTIOAOYLKOG UMY AVIOOG




OALKT) (TLELPOLOLTLKY]) LOYOLLJLLOL

EYKEPAAoU

MeTta amo 2-8 deut e€avtAeital To eAeuBepo O2

MeTA ato 12 O€UT ATIWAELX TNG CLUVELONONG

30-40 OEVUT OEV KATAYPADETAL BLONAEKTPLKN
OPOOTNPLOTNTA

Mn avooTPEWIES VEKPUWOELG TOU EYKEPAALKOU
TIAPEYYUMOTOG LOTOAOYLKA PETA ATIO 3-4AETITA

loyaupio >gAemttda o0ev eivat cupatr) pe t Jwn



ATNQAEIA XPONOY I2OAYNAMEI

ME ATTIQAEIA NEYPQNQN

Stroke January 2006

Time Is Brain—Quantified

Jeffrey L. Saver, MD

Estimated Pace of Neural Circuitry Loss in Typical Large Vessel, Supratentorial
Acute Ischemic Stroke

Neurons Lost ~ Synapses Lost ~ Myelinated Fibers Lost ~ Accelerated Aging

Per Stroke 1.2 billion 8.3 trillion 7140 km/4470 miles 36y
Per Hour 120 million 830 billion 714 km/447 miles 36y
Per Minute 1.9 million 14 billion 12 km/7.5 miles 3.1 wk

Per Second 32 000 230 million 200 meters/218 yards 8.7 h




MaBoducioloyia LoYALULOG OTLG

TIPWTEG WPEG

Penumbra — {wvn avaoTpEPLUNG LOYALULOG
yUpw atto Tt CLovn Un avooTPEWLUNG

LOYOLULLOG- TTOU UTTOPEL VAl CWOEL TIG TIPWTEG
WPEG LETA TNV LOYALMLAL.

Penumbra

Ennpealetal amo:
UTIOAPOEVOT)
UTIOYAUK OO
EUTIVUPETO
ETUANTITIKN KpioN)




Neuro-Update: Imaging

European
Neumlogy Eur Neurol 2014;72:309-316

DOI: 10.1159/000362719

Imaging of Acute Ischemic Stroke

Marwan El-Koussy?® Gerhard Schroth? Caspar Brekenfeld® Marcel Arnold®

3|nstitute of Diagnostic and Interventional Neuroradiology, ?Department of Neurology, University Hospital Ber
Bern, Switzerland; “Department of Neuroradiology, University Hospital Eppendorf Hamburg, Hamburg, Germar

Fig. 1. Pathophysiology of stroke: The oc-

clusion of the artery leads to hypoperfusion HED?QE
of the tissue segment supplied by that vessel. Oligemia

The affected parenchyma usually consists of Viable tis 60-80
a severely hypoperfused (CBF <10 ml/100 i)
g/min) central infarct core where the dam- Penumbra

age is irreversible. It is bordered by the crit-
ically hypoperfused (CBF 10-20 ml/100
g/min) ischemic penumbra (tissue-at-risk),
where the injury may be reversed if timely
reperfusion occurs. Collaterals aim at pre-
serving as much penumbral tissue as possi-
ble. With time (minutes to hours) the in-
farct core expands at the expense of the pen-
umbra. This is also helped by its mass effect
on the neighbouring arteries. The penum-
bra is surrounded by tissue which is not at
risk of infarction, the so-called ‘benign oli-
gemia’ (CBF >20 ml/100 g/min).

Infarct

.l‘.r:revrm'ﬂt
damage

COLLATERALS

20

Threshold for

synaptic
transmission




Smooth Muscle Cell Migration and Proliferation

Atherosclerosis, Thrombosis and Embolism
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2 TIOVLO OLLTLOX

Uncommon Etiologic Mechanisms in Stroke

Cardiac
emboli

Probe-patent foram

Myocardiopathy Mitral valve prolapse Atrial myxomatous ovale transmitting

with thrombi

Marantic emboli
with clots tumor emboli venous clots

Hemodétournement

Lesions |
de fréquence | |
croissante |

ig. 65. — Scl}én;a de /la répartition et de /intensite des | |
e g lésions athéroscl/éreuses sur [‘arbre arteriel/ cer-
ico-céphaliqgue (redessiné d'aprés R. Escourolle et J. Poirier). < . : Fia s

| Fig. 70. — Le syndrome d'hémodétournement sous-cl/avier
I (Subclavian steal syndrom) (cf- Cardiologie XIV,

CIN 71, 'p. 66).




loTopLKO

*Tpomog elofoAn ¢ kot eEEALENG

*>UVOOA VOO AT
*AY, ZA, Kapdiakr tadnon,

¢ AVTITINKTLKA, XP1rjOM OLGCLWY,
vV MNponyovpeva MIE KA.



Katataén A.E.E

Xpovikn €E€ALEN

Mapodikd  (TIA) <1hr (<24hrs)

Napatetapeva aAAa avaotpePipa (RIND)
<7ds >24hrs

Eykateotnueva — tArpn (Cl)



[MIE-TIA

Bpoayeiag OLapKkeLag ETTELGOOL0 EYKEDAALKNG
OUCAELTOUPYIOG TIOU OPEIAETOL OE ECTIOKN
loyaLpLa Tou eyKeEPAAOU, TOU VWTLALOU
LUEAOU 1] TOU auPLBANCTPOELOOUGS, YW PLG
ouV000 08U EYKEPOALKO ELPPAKTO.

(Stroke. 2009:40:2276-2293,)



KAwiIKN elkOvVa

[MPO2OXH 2TI2 ATTOMIMHZEI2

YTIOYAUKOULLLO, YWPOKATAUKTNTLKEG
e€epyaoieg, EMANTTIKES KPIOELG,
LETAKPLTIKN KATOOTAON, NULIKpaviQ,
AELTOUPYIKEG OLATAPOAYES, TOEIKA KOl
LETABOALKA aiTia



HMIZ®AIPIKH AIMATQZH KATA APTHPIA

BN vcr SR Soroer Zone

NPOZOIA | MEOOPIOZ
ETK. '. NEPIOXH

~ OnIzelA
ErK




Katataén A.E.E

Evtomion woyotpiog

[MpooBia kukAodopia
OmioBOia kukAodopia

Kevotwtmiwon epdpakta (lacunes)

KopwTtldiko o. 91% 79%

>movouAofaciko 6. 9% 21%



APAEYTIKA TIEAIA

KAPQTIAIKO

AINMOPPA=H €0w KapwTtidag
POoOLag YopLloeLldboug
TpOoBLog eyKeDAALKNG

LEOMG EYKEDAALKNG
2[MONAYAOBAZIKO

AMNOOPAZH oTHioBL KATW TTOPEYKEPAALSIKT)
Baolkn) Kal KAGdOL
OaAa kN
omiioOla eykedaALKT)



Kapwribiké Kapwnidiké rj/kai ZmoviuloBaciko
ZmovbuAoBaociko

Agaocia +
MovotAgupn amwAsia +
opacng
ETepOTmAEUpn HUIKN + omavia
aduvapia
ETepomAsupn aicOnTIKn + omavia
Siarapayn
AvocapBpia* +
Avogayia* +
AnmrAwTia* +
IAiyyog* e
AU@oTepOTTAEUPH aTTWAEIQ +
6paong
AUQOTEPOTTAEUPN HUIKI) +
aduvapia
Xiaoti) uTtaioBnoia n +
aduvapia

*LE eTuNPOoOeTn onpueLloAoyia.



Kevotwmwon epdppakta (lacunes)

Attote oLV TO 19% TwV LoyaLplkwv AEE
Mikpd EQPPAKTA <1.5UE 2€K

AoV aAivwon-armodpaén UKPWV
APTNPLLV<400UM

20 OLAPOPETIKA KALVIKA GUVOpOo



*CHA,DS,-VASC

NMNAPATONTAZ KINAYNOY BAOMO2

2uudop.kapd.avenapkeLla

UTTEPTOON 1
e E
o.6waBnNIng 1
AEE/NIE/cuot.epBoAiko
ENMELOOOLO
ayyeond®es 1
HAwia 64-74 xpovia 1
MDUAo (yuvaikec) 1

*Cardio/Hypertension/Age 275 stwv/Diabetes/Stroke- Vascular disease /
Age 65-74 [Sex category



AIAZ2TPQOMATQ2H KINAYNOY

ABCD2Score:
Age:>60y=[1]
Blood pressure:>140/9gommHg=[1]
Clinical Symptoms: Kivntiko eAAelppo=[2]-0tatapayr Adyou=[1]
Duration:>6omin=[2]-10-5gmin=[1]
Diabetes:+=[1]
O kivouvog AEE evtog 48wpou ekTipdTol we €ENG:
ABCD2= [0-1]>>0%
[2-3]>>1.3%

[4—5]>>4.1%
[6—7]>>8.1%



Mapayovieg Klvouvou

ApPTNPLOKT]) UTIEPTOOT)
Kamviopa
YrepAlmdaipio

2 OKYO0PwWong oLafnIng
Moyvoapkia
2tedaviaia vooog
KOATILKN poppapuym
duAo

HAwkio



APAEYTIKA TIEAIA -2HMEIOAOTIA

AMNOOPA=H E£0W KOPWTLOAG
2UVNBWC ACUUTITWHATLKN
Mrtopel OTITIKO-EYKEPAAIKO TUVOPOLO

OMOITITAEYPA ETEPOTNAEYPA
Apovpwon Eotiakeg eEKONAWOELG
TIPOCGBOANG ToU

eYKEPOAALKOU nuLodatpiov (Try
NULTANYLO)



A. Ocular Internal

carotid a.

Transient
blindness in

one eye from
temporary
occlusion by
platelet-fibrin

or cholesterol
emboli (on side of
involved artery)

Ophthalmic a.

y - Central
L « retinal a.

Partial blindness may bt
detected by covering on
eye at a time to determ
: if defect is monocular o
V. , ‘i binocular

. :




APAEYTIKA TIEAIA -2HMEIOAOTIA

AMNOOPA=H npocOLag yopLoeldooug

TIUPOULOLKT] CUVOPOUT)

Hutavoia

HutooBntikeg dlatopay g
AuvaTov

Aplotepa- PevdobBaAauikn adaoia
A€&LA- APLOTEPAN OTITIKT AHEAEL



AMNMO®PA=H mtpoobiag eykePaAikng

OMOIAEYPA ETEPOTIAEYPA

[TupapLOLK) CUVOPOUT]  —AYPUTIVO KWK

Me eTiikp&TNON K.OAKPO  -aKlvnoia

Grasping -QTIOVCLOL AVTLIOPOONG
0€ ETTWOUVA

ALOTOPAYEG OUPTIONG - Grasping

Meilwon pong Aoyou - AlatapayEG oupnong



‘Epd pokto MEonG eyKEPAALKIG

AvTITIAEU PN NULTIAPEDN
AvTiTtAgupn nuuTacOnoia
Adoaoia

Nocoayvwoia

‘EpeTOL

>Tpodr| BAEpaTOq TTpoG TN BAGN
Alotopaym EMLTEOOV CUVELONONG



Meon eykepaAilkn

£Ew dakopafowTol KAadOL

AvTITIAEU PN NULTIAPEDN
HuwmowoOnoia +/- Statapayr Adyouv,
EKTITWOT) OTITLKOU TIEOIOU




‘Occlusion of Basilar Artery and Branches

Collateral circulation via
cerebral aa. superior cerebellar (SCA),
anterior inferior cerebel-

SCA lar (AICA), and posterior

Z I I M E Pons A= _ /L Pl ro s < inferior cerebellar (PICA)
i A A D, arteries may partially
Paramedian 3 N | : : @f. compensate for basilar
and-shog 2 X i 18/ W occlusion. Basilar artery

circumfejremial has paramedian, short
penetrating circumferential and long

APAEYTIKA MEAI S8

circumferential (AICA)

branches
Basilar a. and (SCA) penetrating
(occluded) branches. Occlusion of
any or several of these

branches may cause
pontine infarction.
Occlusion of AICA or
PICA may also cause
cerebellar infarction

AICA
Medulla
Vertebral aa.
PICA

Anterior spinal a.

Vestibular nuclei
Cerebellar peduncles
Abducens (VI) n. and nucleus

Descending spinal tract and

jlegment.in j nucleus of trigeminal (V) n.

of pons
Descending sympathetic fibers

Facial (Vi) n. and nucleus

Reticular substance

~
7
Spinothalamic tract and
medial lemniscus
Base ;
of pons Corticospinal (pyramidal) tract
Long circumterential a.
---------- Short circumferential penetrating a.
: < tw;- Paramedian penetrating a.
| Basilar a.
”f L /g CIBA
/ ) 4 5
\ ).5 \‘ /
e i -
v B
/ : o ; =
\ 7 Y
\ / ' /
\ / L .
N y
N\ s
B M T o
Large pontine infarction resulting in pupillary Small infarction in base of pons, evidenced
and other ocular abnormalities, facial weakness, chiefly by hemiparesis

Anadrinlenia and coma



Thalamus

(thalamoperforating arteries,

thalamostriate arteries)
Sensory loss

APAEYTIKA MEAIA [ROSRIENSE
SHMEIOAOTIA  [ESENID SRR

Pons
(section below)

Temporal lobe
Loss of memory

Medulla oblongata G
(cranial nerves IX, X)
Hoarseness
Dysphagia

Cerebellum
Ataxia
Headache
Vomiting
Decreased

consciousness

Optic
radiations | Cortical
blindness
———Calcarine Hemianopsia
area

Middle

Cerebellar peduncles Inferior Cranial nerve nuclei
Superior Tegmentum il
of midbrain IV % Diplopia
Vi

V, VII: Facial sensory L

and motor deficits

VIIl Cochlear: Hearing loss -

VIl Vestibular: Dizziness
Sympathetic fibers:

Pupil constriction

(unilateral)

Horner's syndrome

Vestibular n
Cochlear n.

Tegmentum
of pons

% i e
b \@ Vil — Reticular substance:

‘11;K-7 ________

% Altered consciousness

N -

-

( Pyramidal fibers:

Unilateral or bilateral

Base paralysis

of pons Medial lemniscus:
Contralateral paresthesias

and loss of position sense

. Spinothalamic tract:

lemniscus Section of pons Contralateral loss of

. pin sensation




Intracranial Occlusion of Vertebral Artery
Posterolateral medullary infarction and clinical manifestations

APAEYTIKATIEAIA

2HMEIOAOTIIA

= Cerebellum

Vestibular nuclei

| Inferior
| cerebellar

2-Jo Wallenberg

Ipsilateral |
Horners [

i | ateral spino-
b thalamic tract
3 = - c I g Horner's syndrome,
: - | onira a[?m ‘{ ; miosis, eyelid ptosis
Ipsilateral sensory / b BRDEISI O T fioromic (ifor
i | and temperature | ¥ g
alteration of pain i [Snincthalaimic Anterior spino- Vertebral
and lemperalure L o L] [ =5 e thalamic tract Pyramid Shaded-area shows
(5th cranial nerve) | | tract) 1 e : Sl zone of infarction
; B el | { Posterior inferior Medial Anterior obstructed
A i cerebellar a. lemniscus spinal a.
)] 3
Ipsilateral . | | I \ 42
carebealiar | F ! /c CIBA
alaxia i A
1
# & 1 b
A | "4y
it f TE
ay | S
§ ] / £ Intracranial obstruction of
| | i vertebral artery proximal to
| y it origin .of posterior inferior
| 1 \ i Y cerebellar artery (PICA)
| ] \ Add 9th, 10th and 11th ertebral a. — E 7 F = may be compensated by {
! [ | for lateral Medullary ! i i preserved flow from contra-

lateral Pontine

\ / 3 % = may extend to block anterior
Lo Dura ] 4.4 spinal artery branch, causing
1 h 7 - hemiplegid, or embolization

Add 5th moter, Tth and 8th

Headache, vomiting,
decreased consciousness

Dizziness, vertigo,
diplopia, nystagmus

Hoarseness, palatal
paralysis, dysphagia

Pain in eye, face,
forehead (at onset);
ipsilateral loss of
pain and temperature
sensation in face;
diminished corneal
reflex

Ataxia,
staggering

Contralateral loss of
pain and temperature
sensation in body

lateral vertebral artery. If
PICA origin is blocked, lateral
medullary syndrome (shown
above) may result. Clot also

to basilar bifurcation may
cause ‘‘top of basilar”
syndrome



1¢.EmitTredo ouveidnong [0-3]
1B.Emitredo ouveidnong (epwrhoeic) [0-2]

1V.ETritredo ouveidnong (evroA&g) [0-2]
2.0@0/KivnTikéTnTa [0-2]

3.01rTIKG TTEdia [0-3]

4.MapaAuon mpoowTtrou[0-3]

59 KivnTIKOTNTA Ag AvWw dKpou [0-4]

5B.KivnTiIKOTNTA Ap dvWw dKpou [0-4]
6°.KivnTIKOTNTA A€ KATW AKpou[0-4]
6F.KivnTiIKOTNTa Ap KATW dKpou[0-4]
7.ATtaia akpwyv [0-2]
8.A1c0nTIKOTNTAO [0-2]

9. Adyocg/apacia [0-3]
10.AucapBpia [0-2]
11.Ad1a@opia/nuiampoosdia [0-2]




Oepameia o&elag daong

OpopoAiuvon evoodAePLa ANTETTAGOT

‘Ooo vwplitepa yopnynOei BpopoAuon,
TO00 KOAUTEPN N eKPBaoN

<1/6 TwV acOEVWV UE CUUTITWHATA
OLaPKELOG >1wpa Ba TTapoucLdcouy TIAN PN
VPEOT EVTOG 24WPOV

MOoALC 2% Twv aoBevwyv TTov EVTOC TOU
3wpou glafav placebo kot 6o Bpoufoiuon
rtapouctalouV TIAT)pN UTIOY W PN O TWV
CUUTITWHUATWYV



Stroke/TIA Imaging

Evidenced Based
Stroke Treatment

Aneurysm?

SAH Mangemem
Risk Factor Modification

Hypertensive
ICH?

Investigate for
cause

Ischemic?

Consider
Thrombolysis
Thrombectomy

Atrial Fibrillation,
Mechanical Valve,
Mural Thrombus?

Warfarin, or aspirin
if contraindicated

Carotid

Atherosclerosis? CEA or Stent

- ICH MEI'IEQEITI'EI'IT
i Risk Factor Modification

Specific Cause
Management and
Treatment

Risk Factor Modification

Risk Factor Modification:
- Antithrombotic

Small Vessel?

Intracranial

Atherosclerosis?

Sinus Thrombosis?
Anticoagulation

Dissection?

- Statin
- ACE Inhibitor

> Treat spe_ciﬂc cause,
consultation




[MTPOI'NQ2H

>oBapn
O&ela dpdon
Odavatog 11-35%
>oBopd UTTIOAEpPOT 25-35%0
AN pNG atodpoun 15%
MakpotipdBeopa
Ynorporrn 30-75%(+5%0va z—:roq)
Oavatoc 5o%svroq 58Tlaq

80% evTOC 10€TiOC

Mpoobiag kukAodoplag KAAUTEPNG TIPOYVWONG ATIO

oTtioBLaG oTnV o&ela Gaom, EXOUV OUWG ULKPOTEPT

BeA Ttwcn LETA TO TEPQG TNG 0&eiag paong
MakpomipoBeopa 0 aoBevr KIVOUVEVEL TTEPLOGOTEPO

ATIO KAPOLOKO TIOPA OTIO VEO EYKEPAALKO



75 €TV appev, Ala: uttepAimdiapia, AY kai TTaAaid AEE aAAa
XWpPIc ENAgIQ,

TET: AP aduvauia kal ducapbpia aipvidia eykatdotacn To TTpwi
ANE: AP nuiavoyia, otpo®n BAEpuatoc AE

CT: xpovia @acn 1oxaidikd auew viaka kal AE TapeykepaAida
EpyaoTtnpiakd: INR- 1, Glu- 107, AP 107/83 mmHg.

NIHS score 11

A tPA 1hr 14min
Brain MRI posterior
division MCA

NIHS score 11
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Fig. 60. — Occlusion embolique avec mobilisation
thrombus.
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'‘KOUKO' TIPOYVWOTIKA

otnv oéeia paon

HAwkia

ApPTNPLOKT) UTIEPTOOT)

KapolomaBela

AloTopayeG cuveldnoNg

Alotapayeg ouluywyv Kvnoewv odBoApwv
Kwuo+pdtio KoUKAaG 9o% +

Boaputnta nuImAnyiag

AUENEVN TLUN CAKYAPOU ALOTOG KATA TNV
elofoAn tou AEE
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Iuvqewpévu aitia dratapaxwy cruvﬂaquewr;

Alayvwotika UTO[}(EiEl

mampa){eg uﬁumc Kal NAEKTPOAUTWV

METUBO?&[KO. (umép- kat unovhUKaLum
oupaipia)

HAekTpoAUTEC OpOU

lotopiko, BloXnuikog EAEYX0G

ToEka (owvomveupa, pappaka)

| Oheypovidn (syke@ahitig, pnviyyiti,

OUOTNHATIKEG AOIUWEELG) ;

Em}qLLnu

loTopikd

ﬂupatoc‘,, hsumwrmpwoq Euamulptu

uuxsvr:ur,, owuovmuam nupamevmoq

lotopiko, HED

Kapdiayyelaka (undtaon, appuBHIeg,
Euwpawu}

YUIE pia

lotoptko, CT eykepaiou

A, ULDUEELQ HKF

AMOKAEITUOC OPYaVIKWY QLTI
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Xwpig OpouPoAuon




Without thrombolysis




XOPHIMHZHTOY rt-PA ZE AZOENEI> ME O=Y AEE

HAwkia >18 eTwv
KAwvikn Stdyvwon toyatpikol AEE
“Xpoviko mapaBupo” < 3h

Avtevodei&elg
>tolyeio evéokpaviag atpoppayiog otnv CT eykePAAoU 1] LOTOPLKO EVOOKPAVLG OLLOPPAYinG
EAdyiotn 1 pukpn BeAtiwon tou AEE
KAvikn elkova uTtapoyVoeLS0UG aLoppayiog akoun Kot pe puotoloytkn CT eykepaiov
Evepyd¢ ECWTEPIKN QLOppayia
ALMOTIETAALX <100000/MM3 1] YVWOTH OLop oYLk StaBeon
AP nrapivng eviog 48wpwv —avénpévo PTT/ AMjPn avIIMNKTIKWYV per os e avénuévo PT
>155€eC
KEK, evdokpaviakn xeLpoupyikr] emépBoaon rj mponyoVpevo AEE toug teAeutaioug 3 Mrjveg
loTopIKO ALHOPPAYIOG OTIO TO YO TPEVIEPLKO 1) OUPOTIOLNTLKO TLG TEAEVUTAIEG 20 NUEPES
Mpoéodoatn ONIM
JuotoAikn Al >185mmHg 1 StaotoAokr >1120mmHg (o€ SLado)IKEG HETPY|OELS)
MaBoloyika emimeda yAukolng<somg 1j 400mg
MNepikapditida peTd amo Epdpayua puokapdiov
Kpioeig E kata tnv ekdriAwon touv AEE( Moocoaoto 2%)
lotopikd aptnplopAeBwdoug SucTTAaciog 1] AVEVLPUOHUATOG



EmintAokég BpopoAuvong

Intra -cerebral haemorrhage-1.7% (1 in 77 patients) 0.28%
fatal SITS MOST 2007

Bleeding-minor bleeding is common (IV site)

Anaphylaxis- 1%

Angiodoema 1.3% Canadian study 1,135 pts T

Major Heamorrhage 0.4%




Mpo-voookopelakn a&loAdynon Kot
OVTLUETWTILON)

Apeon KAWVLIKTY] EKTIpNON TV acBevwv
pe AEE ota TEN

Avayvwplon Twv cupntwpatwy AEE

EvaioOnromoinon

) | Kotd mpotepatdtnta petadopa
ETMOYYEAMOTIWV VYELNG

tou aioBevoug pe AEE oto

S

CTeykepdalov ywpig okiaypadiko 1 MRI eykedpaiov

Apeon KAWIKY eKTipnon / {WTIKWV IOPAUETPWV [12
kavaAo HKI

Nevpoloyikn e&€taon

BaoikdG atpatoAoyikog kat BLoxnkog EAeYXOG

Elcaywyr] o€ e€el61keVEVEG PLOVADEG
OVTLUETWTILONG

Meiwon tng Bvnrotnroag kata 28%

KO TNG MOVIUNG avamm piog

OepamevTiko TP aBupo: EVtog 3 wpwv
‘Evapén ©popuBoéAvong
Oepameia ue alteplase( rt-PA)




EvaioOnoia ka1 e€e1dikeuon tng CT & MRI eykeg@alou T1ig
mpwrteg 12 wpeg amo Tnv Evapén Tou AEE

| Evaiobnoia | Ee10ikeuon

0.39 (95% CiI 1.00 (95% CI
0.16 to 0.69 0.94 to 1.00).

MRI[DWI] 0.99 (95% Cl  0.92 (95% ClI
0.23t01.00)  0.83 to 0.97)

Cochrane Database Syst Rev. 2009 Oct 7;(4):CD007424.

Magnetic resonance imaging versus computed tomography for detection of
acute vascular lesions in patients presenting with stroke symptoms.




OCU ITXAIHIKO EUPPAKTO

12 (peg 36 WpEg



ATIELKOVIOTLKO

STROKE LECTURE By Arlyn M. Yalencia, M.D. Associate Professo University OF Mevada School Of Medicing, Diplomate American Board Of Psychiatry & Neurology

[1 Clip slide

Carotid Duplex

» This is a color flow ultrasound image of the carotid bifurcation

o 50 P
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STROKE LECTURE By Arlyn M. Yalencia, M.D. Associate Professo University OF Mevada School Of Medicing, Diplomate American Board Of Psychiatry & Neurology

L2 Clip slide

Transcranial Doppler

o 550158 P
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