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Budd-Chiari Syndrome
(George Budd , Hans Chiarti)

Anoppaln Twv nratikwyv @Agpwv (HV)

n/kai TnG Katw KoiAng @wAépac (IVC)

(n amoppaén umopei va apopd TIC WIKOEC 1 TIC LIEYAAES
H.D. tnv KK® ri kdmoio ouvouvaouo autwyv)

Avénuévn ouxvornra o xpHon
AVvTIOUAANTITIKWY Kal € EYKUOUC

2. UXVOTEPO Ot yuvaikec 3nc-4nc dekaeTtiac



Budd—Chiari Syndrome
KO.TATOEN=0NTI0AOYIO

% [TpwTomaBéc ( evdoyevn evOoauAIKn
amoppacn Twv H® n tng KK®)

% AeutepomtaBéc ( 01nBnon N Tieon amo
OYKOUG, EXIVOKOKKOUC KUOTEIC,
amooTAUATd N KUOTEIG)



2 UVHONC

2. UvhONng
EAAeyn mpwreivne C,S,
avTiBpoppivne ITI
MeTdAAaén FV Leiden
AvTITINKTIKO ToU AUKOU
avtiewopoAITTidikO ouvOpopo
Aouvnonc
Aouvnonc
(HKK, Ca veppoU-cmiveppidiwy) Aouvhonc

T. Boyer, AASLD Postgraduate Course 1998

m 270 27% Twv mepimTWoewv To SBC eival anoTéAeopa Tng
ouvOuaopEVNC OpaoNnNC TEPICOOTEPWY TOU EVOC AITIOAOYIKWY
TAPAYOVTWY



Artioroyia
Opoupoonc e IHviotoc—Hroatikov grefov | kato Koiing prépag

AVTIQWOPOAITTIOIKO oUVOpPOHO

TTapofuopikn VUKTEPIVA aipooaipivoupia
Tlapaywv V Leiden

TMapaywv IT-MetaAAaén yovidiou

C677T MTHFR-MeTaAAaén yovidiou
TTpwreivn C-TTpwToyevnc avemdpkeia
AvTiBpoupivn ITII-TTpwToyevAc avemdpkeia
Néooc Bechet

TouAdxiotov évac and mpoavawepOEveg napay.
AUo R weploodTEPOI and TOoUuC mpoavay. wapdy.

TTpéowarn xpnon avriouAAnnTikwy (per os)
Eykupoouvn

Kpouyiyevic @Aeypovwdng vOooC ToU EVTEPOU
Tomikoi mapayovreg

AyvwoTn aitia

TMuAaia pAépa

15

15
15

60
15
35

35
25

Hmarmikéc pAéPec
rdTw KoiAn YAEPa

15
5
25
5
15
25
5
5
60
30
55
10
5
1
5

Blood 2000; 96: 2364-2363
Lanecet 1995; 345 525-526



Table 1. Causes of the Budd-Chiari Syndrome.

X2 O 0UV6UGO“6C |..IIC(§ f\ Common causes

Hypercoagulable states

TTEPICCOTEPWYV N~
BpouPoYIAIKWY Protein C deicency
coroondocuy o ovos [
TapdyovTd TUpodoTNONG I N

€iva| anapaiTnTog VIa TnV Paroxysmal nocturnal hemoglobinuria

Antiphospholipid syndrome

€ 6 I"\)\w (0] n . Cancer

Pregnancy
# TOUAdXIoTOV “Ia Uncommon causes
KAHPOVOU|K"\ f'\ CTIiKTnTn Tumoral invasion

Hepatocellular carcinoma

ep 0) l_lbo (p |A| Kr'\ KaTdo'Tao-n Renal-cell carcinoma

Adrenal carcinoma

C(V(vawpiZng OTO 75 O/o Miscellaneous

Aspergillosis

TWV .n.epln.l.wo.ewv ToU Behget's syndrome

Inferior vena caval webs

Use of oral contraceptives

L)

’ T —
GUV6pO|JOU BC Irﬁﬂ:‘:l?ﬂ atory bowel disease

Dacarbazine therapy
|diopathic

NEJM February 5, 2004



Prevalence of thrombophilic risk factors

Table 8. Prevalence of thrombophilic risk factors in acute and chronic portal vein

thrombosis and in primary Budd-Chiari syndrome*

Budd-Chiari
syndrome

Risk factor Portal vein
thrombosis
Myeloproliferative neoplasms 21% - 40%
Atypical 14%
Classical 17%
Paroxysmal nocturnal hemoglobinuria 0% - 2%
Antiphospholipid syndrome 6% - 19%
Factor V Leiden mutation 3% - 32%
Factor Il (prothrombin) mutation 14% - 40%
Protein C deficiency 0% - 26%
Protein S deficiency 2% - 30%
Antithrombin deficiency 0% - 26%
Plasminogen deficiency 0% - 6%
Hyperhomocysteinemia 11% - 22%
TT677 MTHFR genotype 11% - 50%
Recent pregnancy 6% - 40%
Recent oral contraceptive use 12% - 44%
Behcet’s disease 0% - 31%
Connective tissue disease 4%

40% - 50%
25% - 35%
10% - 25%
0% - 19%
4% - 25%
6% - 32%
30/’0 - 70/0
4% - 30%
3% - 20%
0% - 23%
0% - 4%
22% - 37%
12% - 22%
6% - 12%
6% - 60%
0% - 33%
10%

* Adult patients without malignancy or cirrhosis (according to DelLeve 2009,

2009, Plessier 2010)

Darwish Murad



m Ta MYZ (kupiwg TnG aAnBouc moluxurraoauiac
Kkal TnG 1d.8pouborurrdpworns) euBUvovTal yid To
50% Tou SBC Kai yia 10 25% TnC e€WwNTATIKAC
aiTioAoyiac muAaiagc Bpoupwong.

B H usrdihatn JAKZ avixveUetal o€ TogooTo ~45%
oto SBC ka134-40% otnh muAaia Bpoupwon.

m O éAeyxoc yia petdAAain JAK2 kpiveTai
amapaiTNTOoC Yid OAEC TIC epitTWoelC SBC Kai
101diTEPA OTAV UTtdpX €l uTtopia AavBdvouaoac pueho
UTTEPTTAAOTIKAC 01dTAPAXNG.



Kiwvikn swkove.
(eYpU pdoya)

<« ATO ThV KELAUVOLPOAO NTTATIKN QVETIAPKEIQ
LEXDI TRV AOUUTITWLIATIKA Xoovid
nmaromdOeia (reAsiwe aovunrwuarik 20% )
«» Eéaprdrar amd tnv Ekraon Kai Tnv TaxuTnTa
ThS GoouPwone, kabuwe kair amo 1o av
ovvurrdox el Gooupwon the TP



Oceio OpouPoon nratikov AoV

KAWVIKA e1kOvVa :
-Etwduvn nmaTtoueyahAia > 60%

-Maliko¢ aokitng > 80%

-O§eia TVAQId UTtEPTAON (kioooi oigopdyou > 50%)
- A\eIToUpYIKA VEPPIKA aveTtdpkeld < 10%
-TTupeTog

-KepauvopoAog Ntatikn avemdpKeld
(eykepahomaBeia < 107%)




Mn kippotikn IvAaio YEptaon

® H avdmTuCn Kipowv Kai n aigoppayia amo
autoUc¢ amoTeAei KUpla ekONAwaN TNC
TUAdiac umépTaong avecapTnTad dmo Thv
diTia auTnc.

B 2. ThV TTIPOKOATIOEIOIKA TTUAdIa UTTEpTAON

amouaid{ouv 0 doKITNG Kal N NTTATIKA
eykapalomaOela.

B 2 ThV UETAKOATTIOEIOIKAC aITIOAoOYiIdGC O
doriTrc amoTeAel PACIKO 0TOIXEI0 AUTAG.




B UETAKOATOEIOIKA TTUAdIa UTtépTAON
UTTOpEi va eival eCwNmaTtikn He KUpIA

aiTia To amo
amoPpPAln TWV NTATIKWY GAEPWY, OTTWCE
Kal ThV e(

Tnv



UOURTOUUTO - 2NUEL0 TOAALOGS
VTEPTUONG

> [evikn oupmTwpatoAoyia (avopedia,
vauTia, Tpwivoi €UeTol, KolAldkAn d1dTaaon).

> 2. TtAnvopeyaAia

> TTapamAeupn KukAowopia (o1cogayo,
oTopaxo, opOo, meploppaiika).

> Avdiyia, digoppayikn 01aBeon




[TapdrAcvpn KvkAopopio

m [TapamAeupo
PAePIKO OiKTUO TOU
odpaAov peTd
didavoitn TG
oHPaAIKAG Aoyw
TTUAaiac
UTTEPTAONG.




ITopamAievpn Kvkiopopio

B 2T0X0C: ATTOOUHPOPNON Tou TtUAdiou
OUOTANATOC- eTITEAEITAI PE TRV di1dvolcn
TPOUTTAPXOVTWY AYYEIAKWY ETTIKOIVWVIWY
HETACU TTUAAIAC KAl GUGTNHATIKNG KUKAOpOPiag
Kdl ThV VEO-AYYEIOYEVEDN.

® [ doTpo-0100QAyIKOi KIpooi: O1dTdon TNC
dpIoTEPNC YAOTPIKNG GAEPAC Kal TwyV PpaxeEiwy
YAoTpIKWwyY QAEPWY




BE06E1C TVAOLO-CGUGTNUATIKNG TTOP KOG

E 270 O'Xf“..la 6|aKinOVTa| 0] To superior vena cava —
onpavTikoTepeg B€ocig yia
TUAQIOOUOTNHATIKA TtdpdKkapyn. Azygosv. ——
A olgo@ayIKEC UTTOPAEVVOYOVIEC Loginc bamnsiyie o Short gastric

veins

pAEDeC, TTOU aigaTwyvovTdl and Thv
AP vaoTtpikfi @A kai ekpdAAouv oTnv
avw KoiAn péow Thg aluyou.

B mapaoppaAlikéc pAEPEC TTOU
digdTwyvovTdl amo To odPaAIKo
TUNpa Tng AP muAaiac oAEpacg kai
eKPAAAOUV 0TO KOIAIAKO ToiXWwia

KovTd aTov oppaAo (kepaAn R

pedolong). I ol UTTOPAEVVOYOVIEC ([

wAEDEC TOU 0pBoU, TTou Mol X
diyaTwyvovTdl dmmo TNV KATW JECEVT S ki

. .
Inferior mesenteric v.

OA HEOW TWYV AvW didopPoIOIKWY
PAePWY, EVW 01 HEOEC KATW
ekPpAAAoUV oThY. E0W Aayovio.

Superior rectal v.

E (0] ﬁDGXEiEC VGOTpIKéC R. mid. & inf. rectal vv. \L mid. & inf. rectal vv.

ETIKOIVWYOUV. HE TO 0100PAYIKO
TTAEYLA.




Kipool orcopayov

duoioAoyika
eupr’lluam

Mikpoi Kipooi MeyaAol Kipooi
11 i)

/-8%lyear 7-8%lyear

Merliet.al; J Hepatol 2003;38:266


Presenter
Presentation Notes
VARICES INCREASE IN DIAMETER PROGRESSIVELY
Both development of varices and growth of small varices occurs at a rate of 7-8% per year. Although there are no identified clinical predictors for the development of varices, factors associated with variceal growth are Child B/C cirrhosis, alcoholic etiology and presence of red wale marks on initial endoscopy.
Merli et al., J Hepatol 2003; 38: 266



YOGTPLKOL KIPGOl
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5-33% oc aoOeveic pe
mUAdia uréptaon

aigoppayia 25% ava €roc



AOKITNC

= [Tapouaia
eAeUBOepoU uypoU
EVTOC TNC
TTEPITOVAIKNG
KoIAOTNTAC




AOKITNC

® H muAaia uépTaon
o0nyei o€ oTmAAXVIKA
apTnpIaKn
ayyelo01doToAn Kai
HEOW OIEYEPONC TOU
oupTtaOnTikoU Kal Tou
OUCTAUATOC PEVIVNG-
AdyYEIOTEVOIVNG-
aAOOOTEPOVNG OF
katakpatnon Na&H,0
(Bewpia apTNPIAKAC
ayyei001aGToANG)




Budd-Chiari Syndrome

KAwixn eikova oc 44 appwotovg

ZUUmrTwyara

Ai16ykwon kolAiac

KoiAlako dAyog

EupeTol

Aio©npa Pdpouc K. AKpwy

EvkepalomdBeia

Aipoppayia-pnén Kipowy.
Oicopayou

(! 13/9)

41(93%)

37(84%)

KAvira onueia

AOKiTN

HmaTopeyaAia

12(27%) ZmAnvopeyaAia

2(4%)

16(367)

4(9%)

(! 1:7:))

STCEYA)

26(60%)

12(27%)

O10AuUaTa K. akpwy ACYS)

‘TKTEPOG

4(9%)

Q J Med 1996: 89; 37-43




Budd-Chiari Syndrome

EPYAOTNPIAKK EIKOVA
Cev. aipatog: puaioA. Ht/Hb n/kai PLT?
ALT, Bil, Albumin, PT: Amiec diatapaxéc
TTpwTeivn aokiTikoU uypou > 3g/dl
SAAG>1 1

LoToloyikn cikova
KevrpoAoPiakf oupwdpnon
ATIWAEIQ N"TTATOKUTTAPWY ~  xapak/kd yvwpicuara
KevrpoAoPpiakn VéEkpwaon
Aopiaknh pAeypovn
PAcypovn oTa TUAdia 01doTANATA
ITepikevTpikn ivwaon
I TepituAaia ivwaon
Kippwon
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Large Regenerative Nodules (LRNs) occur

in the majority of BCS livers, as well as

in other conditions with severe vascular

obstruction, including PV obstruction and
cirrhosis

Wanless IR: Regenerative Nodules in BCS
Hepatology 1994; 19: 1391



Budd-Chiari Syndrome

Doppler Ultrasound anoppain Nmatikwyv YAepwy

AyyEeloypawida - R/Kal katw KoiAng @Aépac (IVC)

Bioyia nmarog: ouppopnon TWV KOATOEIOWY



Doppler Ultrasound - dvdyveren SBC

<+ 85-90% gvacOnocia kKot eL0OIKOTNTO
< 1 OPYLKY] ATELKOVIGT] EKAOYNC
< gupnuotae coppatda pe SBC:

« 1 un omeixovion twv HD

N OToVCLo. GHUOTOS PONGS TV HP

n otevawon N n Opoupwon ucoo, otic HD

TOL EVOONTIOTIKO, TTOAPOATAEVPG

n omoppocy TS evoonmotikns KK xoi
0 DIEPTPOPIKOC KEPKOPOPOS AOPOC



Figure 2. Doppler Ultrasonographic Examination

of the Right Hepatic Vein.

Panel A shows a normal right hepatic vein. In Panel B,
Doppler evaluation of the right hepatic vein reveals a bi-
phasic wave form. In Panel C, Doppler imaging shows no
flow in the right hepatic vein in a patient with the Budd-

Chiari syndrome. Other features of this syndrome on
Doppler ultrasonography of the hepatic vasculature in-
clude nonvisualization of the hepatic vein or of its conflu-
ence with the inferior vena cava, stenosis or thrombosis
of the hepatic veins, intrahepatic collaterals, and narrow-
ing or obstruction of the infrahepatic inferior vena cava.

NEJM February 5, 2004




Thrombus
Ostial stenosis

Dilated abdominal veins

B

" Enlarged
caudate lobe

Portal vein

i ry
Inferior vena
cava

NEJM February 5, 2004




»1 &

C1T/MRI - owayvoyen SBC

m CT: KaAUTepn ameikovion TWV 1I0XAIHIKWY Kal
VEKPWTIKWY TTEPIOXWY TOU RTTATOC
(eTepOYEVAC ePAVION TOU NTTATIKOU
TapeyxuparToc)

m MRI: Xphon oe appwoToucg pe NA, kaAUTtepn
ameikovion avayevvnTikwy owy

= XpnoigotolouvTdi yid Thv emipepaiwon Twyv
gupnuatwy Tou Doppler
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ROTIKY ©iepoypupila - O1yVOGT)
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Lm

m [ekunpiwvel Tn didyvwon

m TUTTIKO eupnua: apaxvoeldéc dikTuo
(spider web)

= AuvatoTnta éTpnong ThG Tieong
evopnvwoewc¢ (HVWP), yia Tn
dievépyela xelpoupyikoU shunt n TIPS

® 2 UVIOTdTadl Hovo o€ uynAn utroyia SBC,
o0Tav amouoid{ouv Td TUTIIKA €upAuaTa
oto US, CT, n MRI



Hrotwr ®iefoypogia
apaxvoeldég dikTuo (spider web)

NEJM February 5, 2004




Budd-Chiari Syndrome

avTITTINKTIKA  (INR > 2,5 <4)
2UVTNPNTIKNA dloupnTIKA
TTAPAKEVTNON EKKEVWTIKN

QAYYEIOTTAAOTIKI) JE PMTTAAOVI

AkTIvoAoyIkN—EtrepaTikn TOTTOB£TNON EVOOTTPOBECNG
TIP S(s1acpaymsix evdonmariki muAaio-ouotnuarkn mapdrauywn)
Portcaval
Xeipoupyikn [lapakapwn (side to side shunt) mesocaval
mesoatrial
VIETANOOXEUGN KEPAUVOPBOAOG HOPPN

NTTATIKN AVETTAPKEIX

Bpoupwon TTUAdiag GAERAG
KANPOVOouIKr] BpouogiAia
atroTuxia—6poupwon Tou shunt



Treatment Strategy of BCS

Manifestations ﬂ} @
i‘fes -

Anticoagulatio
Medical therap

Angioplasty
Thrombolysis
Stenting

TIPS

Transplantation

Sem Liv Dis 2008



Budd-Chiari Syndrome
ZTpaTNy K OepanevTiKiC RPOGEY NGNS

OAOI 01 APPWOTOI: AVTITTNKTIKNA Aokitng: avalog diaita,
aywyn (INR > 2.5 <4) dloupnTIKA

10 TTPOANWN PRENG KIPOWYV N YIO KIpoOoppayia:
B-adpevepYIKOi ATTOKAEIOTEG, ATTOAIiVWON
KIPOWYV OI0OPAaywV
AVBEKTIKOG aOKITNG

N aIjJoppPaAyia KIPGWY 0I0O0MAYyOoU

short lenth HV stenosis ETTepBaTIKEG TEXVIKEG NMpoyvwoTIKOG
ogikTnG > 5.4 (child—Pugh C)
I KEPOAUVOBOAOG Hop®PN
n amrotuyia TIPS R
N aTroTuXia XEIpoup. shunt

[poyvwoTIKOG

OYYEIOTTAQOTIKI) SeikTnc < 5.4

n/kai stents

TIPS n : :
XEIPOUPYIKO shunt MeTapooxeuon NraTog



TIPS

OLUGPUYLTIOIKT] EVOONTUTIKN
TUAULOGVGTINOTIKT] AVOGTONMON

= Anpioupyia emkoivwviag petacl Tou
OUOTAHATOC TNC TtUAQidC Kdl TWV NTTATIKWY
pAePpwv

B 2TOXOC h Heiwon TnC Ttieong The TUAaiac,
TOU TtdpdTAgupou OIKTUOU Kdl TWV KIpoWV

m Texvikd «dUokoAn» pEBodocg, amaiTei
eUTTEIpiA



TIPS

(Transjugular Intrahepatic Portosystemic shunt)

Hepatic vein \ £
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ETITMAOKEC

‘HraTikn eykepalomadeia

-AuogAeiToupyia Tou stent
-30% death or OLTx



TIPS IN BCS UNCONTROLLED BY MEDICAL THERAPY
Long-Term outcome of nonfulminant BCS patients treated with TIPS

1 6/12/14/22 4 23
2 4/12/24 3) ]0)
3 6/20 5 72
4 8/17 2 68
5 6 2 60
7 2/32 5 40
8 3/4 2 32
9 Early thrombosis 5 26
10 No 3 12
11 6 3 6
12 No 2 §)
13 No 1 2

OLT at 23 months
Patent TIPS
TIPS thrombosis/no portal hypertension
TIPS thrombosis/no portal hypertension
TIPS thrombosis/no portal hypertension
US Doppler suggests patent TIPS

TIPS thrombosis/no portal hypertension

Patent SSPCS

Patent TIPS

Patent TIPS

Patent TIPS

Patent TIPS

NOTE: Patient 6 is not included because of death at month 4 and no hemodynamic follow—up evaluation in available Hepatology 2002; 35:135-139



XEIPOYPI'IKH ANTIMETQITIZH

I

Inferion—_

venacava |

% Supernior
| ; MEesentens vein

Splenic vein

H-graft portocaval shunts & Distal Splenorenal Shunts (DSRS)
Exel ©éon aTn alyxpovn avTIeTWTION TG TTUAGIAC UTTEPTAONC

TTiBavwg uttepeixe Twv TIPS oe amoTeAcopATIKOTNTA ~E€TITTAOKEG



Figure 1. Combined side-to-side portacaval shunt (SSPCS) and cavoatrial shunt (CAS) using a 20-mm
ring-reinforced Gore-Tex graft. The operation was performed in 10 patients with Budd-Chiari syndrome
from inferior vena cava (IVC) occlusion. PV, portal vein; SMV, superior mesenteric vein. (Reprinted
with permission from Orloff MJ, Daily PO, Girard B. Treatment of Budd-Chiari syndrome due to inferior
vena cava occlusion by combined portal and vena caval decompression. Am J Surg 1992; 163:137-143.)

Annals of Surgery 2000; 232:3
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Years following procedure

Actuarial survival curves following PHVA or surgical shunting for BCS



Oceia OpouPmwon nroatikov eAEROV

EpyaoTnpiakn eikova

-AST, ALT 5-20XULN
-PT, FV <30-507%
-XoAepuBpivn eCAIPETIKA UYNAR

|

S
.
|
-y -
-

BaBuc ikTepoc
(Tiun xoAepuBpivng 32mg/dl)




Oceio OpouPoon nratikov AoV

OcZelo NTOTIKY) OVETAPKELD
Aokitnc—Hnatoueyaiio
Doppler Ultrasound-MRI
AEV EVUL OTOPOLTTESG
Bioyia nmoatoc, Hoowukn oAefoypaopio, CT scan

Enavacvpayyomoinen (avtopatn 1 peta Oepameia): omovio
OpouPorvon;

In situ Opoporven + ayyelomAAGTIKT)

TIPS

[TvAomocveTnuatikn mopakaymn: S0% Ovnrotnto

Metapooyevon Nmwotog;



Oceio Opoupoon nratikov AV

2 T00EPOTOINGT TOL APPDOGTOV

Avtumktikd—Hmopivn

[TapakEVTNON EKKEVOTIKN—O0YKOOLOGTOATIKG (AAPovuivn)
Avtirotikd

Enoeivoon g Kotdotoons

[IpoG(aT0c OpOPoc Ge HelCova otk GAER
(atrophy[chronic]-hypertrophy[recent] complex)
in situ OpopfPorvon + ayyelomAacTIKN

ATOVGI0N TPOGOUTOV OPOLBOD

TIPS

Metapooyevon



ALyopvOuoc avtipetmmionc tov SBC

2opapéc eKONAWOEIC:
Adkitng, NA ,Kipgoppayia,
NTATIKA aveTdpKeid,
emdcivwan YEVIKAGC KATAdoTadong

NAT
AVTITTNKTIKA
Fevika péTpa
OepaTeUTIKA
amoTuxia

AVTITTNKTIKA

levika pérpa:
TTEPIOPIOUOC dAaTog,
dloupnTIKd, TTApaKEVTNON,
amoAivwaon Kipowyv

AyyelonAaoTIKN
+/- in situ
OpoupoAuon




OcpameuTiKA
amoTuxia

TTuAaioouoTnHaTiko
Shunt kara mpoTipnon
TIPS

amoTuxid

MeTapooxeuon




ApXIKQ uttoyia mBavou SBC:

m Tautoxpovn ekOAAwaon KoltAlakou dAyoucg He
nTtarogeyaAia Kai dokiTth

m 2¢ dTOUA HE onpeia Xxpovidac NTTaTtikAg vooou,
aAAd pe avOekTIKO aokiTh TTou 0€ cupPadilel pe
NTeC 01aTapaXEC TG OUVOETIKAC AciToupyid Tou
ATTATOC

m 2 ¢ dropa pe yVwWOTA TtpoOpouPwTikh KaTdoTaon
Kdl NTTATIKA VOOO

m 2¢e (KHA) pe d10ykwon Tou AAToC Kal dokiTh

® 2 ¢ oTmoldadATIOTE aveCAynTN Xpovia NTTATIKA vOoo



TTpoyvwaon

AAYN avTiIoCUAANTTTIKWY avTevOEiKvUTal

eYKuUHoouvn 0V amoTeAEi amoAuTh
avTévOeiln

m BeTnRc emiPpiwon >80%
m To SBC omadvia emimAékeTal pe HKK

m H empiwon acOevwy pe OLTx Aoyw
SBC petd amo 1,5 kai 10 é€1n givai: 76%,
71% ka1 68% avTioToixa




TTpoyvwon

® H pakpoxpovia mpoyvwaon Tou ocuvopoLou
TO OTT0iI0 AVTIHETWTICETAI ETTAPKWC, UTTOPEI
vad eThped(eTaAl TTEPICAOTEPO ATIO TV
eCEAICN TNC aipaToAoYIKAC VOGOU TTdpd dTro
TNV Xpovid nTtatomdoe!a.

= H oguvepyaoia e Tov dipdToAoyo aTh

Oldyvwon Kdl avTIHETWTIoN givai
AaTapaiTnTh.



o

2aC EUXAPIOTW Yid TO XPOVo
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