ATI0Z AOYKAS N3

AladeplIKA TTApEUP Ao oTa oTEPAvIAia
ayyeia o€ veppoTTabeic acBeveic

['ewpyloc Mooxoc MD
ETTEURATIKOC KAPOIOAOYOC



2 € agBeveic pe XNA

Kapdioayyelakd voonuarta 11 airia Bavarou.

2Te@avidia vooog (ZN) 1n aitia BavaTou KapdIiakng
aITioAoyiac.

ETTToAQCUOC aoUUTITWHATIKAS 2N 20-40%



AcBeveic uTTO aipoKaBapaon

ETITToAQOUOS ACUNTITWHATIKAG ZN ew¢ 20%
Kapdlakn¢ aimohoyiag n ouvnBeoTepn airia Bavarou.

H Bvnrotnra amo N eival 10-20 popec HEYAAUTERN ATTO TO YEVIKO
TTANBuoHo evw oe> 50% o Bavarog eival aipvidiog.

H Bvnrornra yera ammo EM sival >60% ot 1 £To¢ kal ~90% otnv
SETia



AiTia augnuévou emTimroAacpou 2N oe aoBeveic pe XNA

AUENHEVN APTNPICKN TTIECT
YTTepTpogia apioTEPNS KolAiag
2uyvn mapougia ZA

XaunAn HDL

YynAR LDL

T mhudo

T Ivwdoyovo

T ETmimreda oJOKUOTEIVIG

T CRP

ZOVomapyouces VOGOoL



EKTIHNON VEQPIKNC AEITOUPYIOC

Kpeamnvivn opou un agiémorn. H cystatin C Bswpeital mio suaiodntn
OAAQ ETTNPEACETAI KAl QUTA ATTO GAAEC KATAOTAOCEIC

GFR :PuBuoc¢ oreipapatnkning S1IRlnong (omvenpoypd@nua VEQPUWY)
n 1o agioTaoTn JEBodocC.
AUEAvVEl JE TRV NAIKIA
EAQQPA MIKPOTEPOC OTIC YUVAIKES
EAQppPA MEYOAUTEPOC OTN HaAUPN PUAN

PuaglohoyiKn AsiToupyid GFR: 90-130ml/min ava 1,73m2.

coBapou fatuou<30ml/min<MeTpiou paBuou XNA< 60ml/min/ 1,73m?



TUTTOI EKTIHNONG VEQPIKNG AEITOUPYIAC

Abbreviated Modification of Diet in Renal Disease equation
(MDRD)

mimin/1.73 m2= 186,3 X (KpeaTivivn opou [mg/dL]) -1-15% x (nAIKia )- 0-203
x (0.742 yia 1o yuvaikeio QuAo) x (1.210 orn pavpn QuUAR)

KdBapon KpedaTivivng
2UAAoyR oupwyv 24wpou f Tuttog Cocroft-Gault:
_ (140-nAIKia) X cWHATIKO Bdpog ot kar
B KpeaTivivn opou X 72 kal X 0,85 yia yuvdadikeg




PCIl ot aoBeveic pe XNA

AIQ@OPETIK cUCTACN ABNPWHATIKWY TTAOKWY. AUCnUEVN
ETTACPRECTWON TNG TTAAKOC, TTAXUVON TOU £00) KOl HETOU
XITwWva, BAAREC OoTA PIKPA AVYEId.

YwnAd tTocooTd emmiTuxiog e stents.lTrwya
ammoTeAéopaTta pe POBA.

YWnAQ TTOOOOTA TTEQIETTEURATIKWY ETTITTAOKWY TTOU  Eival
EUBEWC avdAoya pe Tn paputnTta TG XNA

H XNA aTToTEAEl AVECAPTNTO TTRPOYVWOTIKO TTAPAYOVTA
KIvOUVOU TOOO EVOOVOTOKOUEIOKA 000 KOl ATTWTERA.



NEa evapen i emdeivwon TTpoUTTApYoucac VEPPIKNG AVETTAPKEIAS
ATTOUTIa AAANG TTROPAVOUC AITIOC.

Augnon kpeativivng : =0,5 mg/dl. N =25% ot o¥Eon JE TNV APXIKA TIMA.

MNapaTtnpeeital eviog Tou 1ou 48wpou
MeyioTn TIHR Ot 3-7 nNUEPEC
2uvnowc atmroka8ioTaral os 1-2 efOoUAdeg

Emitrtwon CIN :13-15% ot un veppoTtrabeic kal 19-40% ot aoBeveic
ME XNA

Emitrrwon ONA tTou ¥pndel aigokadapong <1% oTo yeVIKO
TTANBUOUO ews 4-5% ot aoBeveic HE XNA



[1po0IaBeoikoi TTapayovrec CIN

(Ew¢ 50% av
ouvuTTapxEl 2A)

(MZAD, KUKAOOTTOPIVI),KATT)



[laBouaoloAoyia CIN

O akpInG MNXavIoHOES DevV £XEl DIEVKPIVIOTEI
lTow¢ SIAPOPETIKOI UNXAVITHOI yId DIQPOPETIKOUS TUTTOUC TKIACTIKWY

ATreuBeiag TogIKn Spdon OKIACTIKOU OTA CWANVAPIAKO KUTTapQ
loxaIMIKA FAGEN ATTd TTAPATETAMEVO OTTACHO OTN MUEAWSN Hoipa
TOU VEQRIKOU TTapeyyUMaTo¢ ME shunt dipgaTog atro T gAoiwdn atn
MUEAWDN Hoipa.

AlgTapayec oTn ICORPPOTTIA AYYEIOTUCTTACTIKWY KAl

ayyeloBIQoTAATIKWY QUOIWYV —EKKPIoT ouaiwv( adevoaivn,
£vOOBUAIVN,eAEUBEPEC PICEC OEUYOVOU).



Ne@poTTadeia ATTd OKIACTIKO
HIa gofapn ETTITTAOKN

In-Hospital and 1-Year Mortality in CRF Patients Developing RCN after PCI

Hemmelgarn BR Am J Kidney Dis 2001

Gruber L. JACC 2000

Rubenstein MH .4m J Cardiol 2001
Szczech LA (BARI) Circulation 2002

Best PIM JACC 2002
Rubenstein MH Circulation 2000

Gruber L Cathet Cardiovasc Intervent 2002
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AyVeIOTTAAOTIKN 0€ aoBevei¢ e XNA
440 aoBeveic ye ¢r >1,8mg/dl.

158 aoBeveic (36%) avérrtucav CIN

In-Hospital Outcomes 1-Year Outcomes
- 27.9% 50% -
40% - S
o, E
20% {  17.0% 30% 29-1'9
20.1° i
= 14.5% .
3. 9% 10% - Pf0.001 P-NS P=NS
0% P‘NS ' 0% l : ! _l ' l_.
Death  Non-QMI Bleedlng Death Mi TLR
! No Cr Rise % 25% Cr * No Cr Rise ¥ 25%Cr

Ep@avion ve@poTidbeiac arrd OKIAOTIKO - AVECAPTNTOC TTapaywy BavaTou

Gruberg et al. Circ 1999



Ne@potrabeia atro oKIaoTIKO HETA amro PCI

oe aoBeveic pe XNA.
2UVvoAIka 7230 aoBeveic
25 1 /'___,-.:
P<.0001 P
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One-year survival after PCl in patients with or without CKD and with or without CIN

Dangas et al. Am J Cardiol 2005; 95:13-19.



CIN og aoBevei¢ TTou UTTORBAAAOVTAI OE TTPWTOVEVI

ayyeiotTAaoTikn yia OEM
208 aoBeveic

100 = 100
80 Z 80
& 60- g 80 59
£ - 3 40 '
20 - Ig 20 : . 8 13
) R - W |
0 1 2 3 45
Risk Score Risk Score
* NAIKIa =75
* TTpOO Bi0 Epppaypua

« kaBuoTépnon =6 wpwv
« >300ml oxkicoTiKG
* XpNon evooCopTIKOU COKOU

Marenzi et al, JACC 2004; 44:1780-1785.



2uoyxeEnion CIN kail Tou Aoyou :

30
25
20
15
10

D

o m_m B

=21 21-4 416 6,1-8 8,1-
10

10.1- 12,1+
12

oKlaoTiKo(ml)

CrCi

Laskey et al. 2006



Risk Score kara Mehran
aAyopiBuoc yia Tnv TpoAswn CIN

Risk Factors Integer Score
Hypotension | 5
IABP 5
CHF 5

| Age >75 years 4
Anema }—— 3 |
Diabetes  F 3

\

Contrast media volume = 1 for each 100 cc?

eGFR < 60mimin/1.73 m’= !
186 x (SCr) *'™ x (Age)*s» !
X (0.742 if female) x (1.210 !
if African American) :

|
Serum creatinine > 1.5mg/dl h—z

eGFR <60ml/min/1.73 m? —_—

2 for 40 - 60
4 for 20 - 40
Gfor<20

Risk Risk Risk of

<5 7.5% 0.04%

>°a'°"'at° 6to10 14.0%  0.12%

f1to16 26.1% 1.09%

216 57.3% 12.6%

Mehran et al. JACC2004,;44:1393-1399.



2TPATNYIKEC ATTOPUYNC
VEQPOTTABOEIAC ATTO OKIOOTIKO

Phammacologic strategies
Hydration

Sodium bicarbonate
Furosemide

Mannitol

M- acetylcysteine
Dopamine

Fenoldopam

Theophyline/ aminophylline
Calcium channel blockers

ACE inhibitor/ angiotensin receptor
blocker

Atrial natriuretic peptide
Prostaglandin E1
Statins

Nonphamacologic strategies
Hemodialysis

Hemaofiltration

Benephit™ infusion system
RenalGuard® system
Hypothermia



REMEDIAL II.
RenalGuard (autopaTto guoTnua evuddTtwaong)+ N-ACC
vs. AmTavBpakikd Na + N-ACC

292 aobBeveic pe GFR <30mlfimin/1, 73 koo/fy nisk score =11

25
205
20
15 B RenalGuard
L~ +MN-ACC
10 B AITTavepaKIKG
Na +N-ACC
b 4.1
CIN Dialysis
SC==,3mg/dI

C 2011 Sep 13,124(11):1260-9. Epub 2011 Aug 15



[1poAnwn CIN pg xopnynon n-acetylcysteine

» Prospective, randomized 5% . 02
« 83 high risk patients 21%
- CrCl < 50 ml/min o
« Diabetes 33%
- 15%
* IV CONTRAST for CT (75 £
ml of Low Osmolar CM) £
© 10% -
*» n-AC 600 bid x 2 days pre-
* CIN definition: creatinine 5% -
increase of 0.5 mg/dl 2%
» Hydration with 0.45% @ 1 0% - .
mi/kg/hx 24 h Control (42) AC (41)

Tepel NEJM 2000



MeTtaavaAuon 13 geAeTwv JE Xopnynon

Study or NAC

substury n/N
Allagaband et al 8/45
Briguori et al 6/92
Diaz-Sandoval et al 2125
Durham et al 10/38
Goldenberg et al 441
Gomes et al 8/78
Kay et al 4/102
Nguyen-Ho et al 9/95
Oldemeyer 4/49
Pate et al 571238
RAPIDO 2/41
Shyu 2/60
Fung et al 8/46
Total: (95% CI) 950

Total events: 124 (NAC), 162 (Control)
Test for heterogenety: Ch=27.54 (P0.005), 17=56.4%
Test for overall effect: Z=1.88 (P=0.05)

n-Acetylcysteine
Control RR (Random) Risk Ratio (Random)
n/N 95% CI 95% CI
6/40 : 1.19 (0.45, 3.12)
10091 0.59 (0.23, 1.57)
13/29 I 0.18 (0.04, 0.72)
9/41 , 1.20 (0.55, 2.63)
3139 ' 1.27 (0.30, 5.31)
8178 1.00 (0.40, 2.53)
12/98 | 0.32 (0.14, 0.96)
19/85 | 0.42 (0.20, 0.89)
3147 1.28 (0.30, 5.41)
50/239 | 1.14 (0.82, 1.60)
8139 0.24 (0.05, 1.05)
15/64 | 0.14 (0.03, 0.57)
6/45 1.30 (0.49, 3.46)
932 <& 0.68 (0.46, 1.02)

1 4 L)

1
0102 05 1
Favors treatment

L} L) .

2 510
Favors control

Zagler et al. Am Heard J2006,151:140-145.



MeAETec TTpOANWNC CIN
N-ACC vs placebo

= high N-ACC

ACT 2308 N-ACC
aoBeveic ns placebo

Primary Marenzi [N
PCI 354

aocBeveic Favor N-ACC

Primary LIPSIA-N-
PC ACGC 251

aoBevEiC ns

0 10 20 30 40
semiTrrwon CIN



[poAnyn g CIN pe xopnynon
OITTAVOPAKIKOU VATPIOU EVAVTI (PUCIOAOYIKOU OpOoU

Tuxalotroinuévn HEAETN 119 aoBeveic

Sodium Sodium
Endpoints Chloride Bicarbonate vilie
N=59 N=60
Incidence of CIN (%) 13.6% 1.7% 0.02
Incidence of CIN 11.9% 1.7% 0.03

(1SCr 0.5 mg/dL)

Merien GJ et al. JAMA, 2004;



REMEDIAL Trial zoykpion 3 rakmikwv mpéAnwnc CIN
351(326)TUXIOTTOINHEVOI ACBEVEIC HE VEQPIKI) AVETTAPKEIX

. Saline +
Saline + NAC B'“’::g‘“" * Ascorbic Acid. P Value
+ NAC

N=111 N=108 N=107
Serum creatinine ~ - ~
i Creane by 295% 11 (9.9%) 2 (1.9%) 10 (10.3%) 0.010
Serum creatinine
increase by 20.5 mgidL. 12 (10-8%) 1 (0.9%)t 12 (11.2%) 0.026
SOER Oscrasse Dy 10 (9.2%) 1 (0.9%)t 10 (10.3%) 0.018

225%

*P=0.019, 1P<0.01 vs. saline + NAC group

Briguorio C. et al, Circulation2007



Incidence of CIN (%)

MEENA

353 Tu)aloTTOINMEVOUG aoBeveiC HE HETPIO- coBapn XNA.
gvudarwon 3ml/kgr 1 wpa TpIv Kai 1,5ml/kgr 4 wpeg HETA

20

w

=

W

[l Sodium Chloride [l Sodium bicarbonate

p=0.82

p=0.97

Decr 2 25% in eGFR Incr 2 25% in SCr

Brar, Set al, i2/ACC 2007



[MpéAnwn tTn¢ CIN pe xopriynon OIrTaveBpakikou vaTpiou
EVAVTI QUCIOAOYIKOU OpoU Ot aCOBEVEIC
TToU uttoBaAAovTal og otepavioypagia rj PCI

Isotonic Sodium
Saline Bicarbonate

Endpoint n=252 n =250 p-Value
Absolute increase of
creatinine 20.5 mg/dl (5 days) 11.5% 10.0% 0.6
Relative increase of 2 .
creatinine 225% (5 days) 20.945 19:27% 013
Relative increase of 15.1% 10.0% 0.09

creatinine 225% (2 Days)

Maioll M. et al. J Am Coll Cardio2008;52:599-604.



MeAéTn CONTRAST: Fenoldopam(dopamine 1
agonism) IV. vs. placebo. TuxaioTroinpévn.

300 aoBeveic
995 P=0.27
47 0.32
0.3 - 0.26

0.2 -
0.1 -
0.0 -

Mean max SCr
change (mg/dl)

stone GW, et al. JAMA-2003



COOL RCN
CUGCTNMATIKN UTToBepuia 33-34°C
VIQ VEQPOTTPOCTACIA

2XeTikn avtnon Cr =25%
=i 22,4

A

20

15
p=NS
10

2

g < | 4

NoppoBepuikoi YrioBepuiKoi
=T n=58

Bartonelli A TCT 2008




MeTaavaAuon: upnAng vs. XapnAng

OCMWTIKOTNTAC OKIACTIKA

39 Trials - 5146 patients
CIN > 0.5 mg/d|
CIN in 7% of all patients

CIN in 30% of CRI
patients

For CRI, NNT=8 (treat 8 to
prevent 1 CIN case)

Relative Risk of CIN

Low osmolal group
included loxaglate
(Hexabrix); lodixanol
(Visipaque) not studied

1.2 -

1.0

0.8 -

06 -

0.4 -

0.2 -

0.0

1.0

0.61

High Osm Low Osm

Barrett and Carlisle J Am Soc Nephrol92;



TUXaIOTTOINUEVEC HEAETEC I0O-OCHWTIKOU lodixanol
(Visipaque) vs. LOCM emimtwon CIN Scr = 0,5mg/d|

(n=129)
lohexol (Omnipague)
(n=275)
loxaglate (Hexabrix)
(n=414)
lopanidol (isovue)
(n=146)
loxaglate (Hexabrix)
(n=417)
lopanidol {isovue)

(n=299)
loversol (Opitray)

(n=562)
lopromide (ultravist)

LOCM

26,2

8,9

4.4

18,2

9.8

23,8

1,2

lodixanol

3,1

3,6

6.7

15,9

11,2

21,8

0,7

Favor IOCM

NS but Favor IOCM

NS
NS
NS

NS™ except DM

NS



MeTOa-avaAuon TUXAIOTTOINHEVWYV HEAETWV
emitmtwong CIN icoopwTtikou iodixanol vs LOCM

Reed

16 PEAETEC
2763
Q0OeVEIC

Heinrich
25 HEAETEC
3270
Q0OevEiC

lodixanol group icoduvapo ye LOCM group
RR:0.79, 95% confidence interval [Cl]: 05610 1.12,p _0.19)

lodixanol group KaAuTepo atmo ioxaglate group
(RR: 0.58, 95% CI: 0.37t00.92; p _ 0.022)

lodixanol group KaAuTepo atd iohexol
(RR: 0.19,95% CI: 0.07 to 0.56; p _ 0.002),

lodixanol group iIcoduvauo pe LOCM group
(RR, 0.75; 95% Cl0.44, 1.26; P 27)

lodixanol group KaAuTepo atrd iohexol group
(RR, 0.38; 95% CI1: 0.21,0.68), svdoapmpiakd



Swedish registry 57925 aoBeveic

Epgavion CIN 1Tou XpelaocTnKe voonAegia

2
1,7
1,5
CIN tTou ¥pndel
VOONAEIOC
0.8 0,9
0.5
0 A = . L
lodixanol Inxaglate lohexol
(Visipaque) (Hexabrix) {Omnipaque)

Liss P kidney Int 2006 Nov 70(10)-1811-7



[Tpoyvwon YETA ATTO OTEPAVIAIQ TTAPEUPAC O€
aoBeveic ue 2A/XNA

7445 diadoyIKoi aoBeveic

In-Hospital Mortality

0.7%

1

P<0.001

-DM/-CRF
n=5278

2.3%

3.7%

1-Year Mortality

0% P<0.001 25 9%

20% -

10% -

0% -
+DM/-CRF -DM/+CRF l +DM/+CRF
n=1681 n=371 N=300

Mehran et al. J Am CQll Cardiol 2000; 35:1 878



% Free of Cardiac Death

Emimmrwon kapdiakou Bavarou og aocBeveic pe XNA
Kol Zakyxapwon diaBnTn HETA ATTO ETTAVAYYEIWOT)

BARI Trial + Registry
100 - : ,
’ - 95%

90 - \\

85%
80 - ===

77%
70 - —
60 : \
50 - 54%
40 -
30 - With DM or CKD (n=2921)
20 - = With DM, without CMK (n=611)

~ Without DM, with CKD (n=46)
o - With both DM and CKD (n=30)
0 i I T T i T T
0 1 2 3 4 5 6 7
Years After Study

zczech L. et al, Circulation 2002; 105:2253-8.



EmiTrTwon TnC VEQPIKNG AVETTAPKEIOC O KAIVIKA
couppBapara ot acBeveic TTou utTEBANONnoav ot PCI

Mayo clinic. 5327 aogBeveic ammo 1994-1999
20

g

18 >

16
14
12
10 ® % OvnroTnNTa O£
8 1 Xpovo
0

4 3.6

7

0 =B e

==f0 50-69 3049 =30 dialysis
KaBapaon kpeamivivne mi/min
Best PJ JAm Coll Cardiol 2002



@vnToTNTa 2 XPOVIa YETA ATTO OTEPAVIAIA TTAPEURACH
OE OXEON HUE TN VEQPIKN AEITOUPYIQ

26950 diaxdoyikoi aoBeveic artdé Tn Mayo Clinic

L
o
]

43.7

H
o
1

30.4

w
o

N
o
]

-
o
L

5.6

Two-year mortality, %

o

On dialysis SCr >3 mg/dl, not Preserved renal
on dialysis function



Ne@pIKr aVveETTAPKEIQ Ot aoBeVEIC TTOU UTTORAAAOVTAI OF
TTPWTOYEVH AYYEIOTTAQCTIKI ETTIRAPUVEI TV TTROYVWGCN
ueAétn CADILLAC

l >=60ml/min
W <60ml/min

Sadeghi HM et al, Circulation. 2003, 106.2769-2775



[lapayovTeg TTOU OXETICOVTAI HE UTTEPROAIKR 000N

AVTIBPOUBWTIKAC aywyncg
peAeTn CRUSADE 30136 agBeveig

[MNpoxwpnuévn nAIKIa
[UVaIKEIO QUAO

XAaunAo cwuaTtikd Bapog

2akxapwonc AlaATng
2UHQpOopPNTIKA Kapdlakn aveTTAPKEIX

Alexander, K. P. et al. JAMA2005;294:3108-3116.



TpoTToTToIiNCN PAPMAKEUTIKNE AYWYNC OE ACOEVEIC
ue XNA

AcTTipivn

KhombdoypeAn ?(CREDO oy opehog oToug aoBeveic Je XNA)
Prasugrel

Ticagrelol ( PLATO kaAUTepa ATTOTEAETHAT ATTO KAOTTIOOYPEAN)
KAQTIKR nTapivn

AvaoToAegic utrodoyxEwv yAukoTtTpwreivnc lib/llla

Abciximab

Eptifibatide (Tpototoinan doanc)

Tirofiban (Tpotromoinon 66ong)

Htrapiveg xapnAou popiakou Bapoug (Tpotrotroinon doong)
Fondaparinux( Tpotrotroinon doonc)

Bivaliroudin (TpotroTroinon doong)




Emidpacn tn¢c nmacg kai peTpiac XNA (Cr<1,8)aTtn
ouUXVOTNTA ETTAVACTEVWONCG HeTa atro PCI .
YmopeAétn tnc PRESTO n=11187

40
35
30
25
20
15
10
S
0 —

1 xpovo

= ouUXvoTnTa
ETTAVACTEV W ONG

evnToTnTAa

1,2 ._2

=89 60-89 =60
ClCreat mi'dl,

0,8

Best PJ J Am Coll Cardiol 2004



40374 aoBeveic otnVv Alberta
Canada retrospective

20
45
Ouada XNA 432
XWwpIg 20
aipoKaBapaon o5
W ETTIRiwon &
20 .
15 ¥ povia
10
9
[:l <
Euw
O epart

Hemmelgarn B Circulation 2004



ARTS substudy.

CABG vs. PCI og 290 aoBeveic pe TTOAUQyYYEIAKH VOCO KAl
XNA: crel£60mL/min. 3xpovia follow up

CABG vs. PCI

MNPWTOYEVEC KATAANKTIKO OnMEio:
Bavartog, egppayua Juokapd, AEE [HR] = 0.93; 95% CI 0.54-1.60;

p=0.97
AEgUTEPOYEVEC KATAANKTIKO ONHEIO:
EAQTTWHEVN avaykn emmavayyeiwaong [HR] = 0.28; 95% CIl 0.14-0.54;
P <0.01

JoachimH. Ix Am Heart J 2005



DES ka1 Xpovid VEQPIKN AVETTAPKEIX
Avadpouikn HeAETN. 1080 aoBeveic cuvohika pe BMS i SES

Negpotrabeic : | avdykn eTavayyeiwonc e SES
(HR 0.37,95% Cl 01510090, p=003).

Negppotrabeic :  18ia Bvnrotnra BMS vs.. SES
(HR0.91,95% Cl 0.49to 168, p=08)

Negppotrabeic : 1 Bvnromra 7.6% vs. 2.5%, EvavT pn ve@poTrabeic
HR 3.14, 95% Cl 1.68 to 5.88, p<0.01

Mn vegpoTtrabeic : | avdaykn eTavayyeiwone ue SES
(HR 0.59, 95% CI 0.39 to 0.90, p=0.01)

Lemos PA. Am J Cardiol. 2005



TAXUS IV. emiruxng peiwon tn¢ TLR Kail oTouc
aoBeveic ue nma XNA (n=233)

25.
20,5
20
15.
12,2
10. " PES
BMS
g
YYEID VD OQPIKD TLR 1 ypovo
FmavaoTevwon 9
PAVEC

Hallin A Am Heart J 2005



DES vs. CABG og 1069 aoBevei¢ pe XNA Kai

TTOAUAYVYEIAKN VOOO. AVADPOMIKN.
ATToTEAECUaTa 2 Xpovia

2 vessel disease J vessel disease

ns
ns 412.5
10,5
i'ﬁp2
- —

Bavarog, EM  smavoseiwon
' Bavar EM
AEE AEE ETaV AV won

P=0,001

Zhi Jian Wang, Circ J 2009, 73: 1228 — 1234



METpa TTPOANWNE VEQPOTTABEIAC ATTO OKIAOTIKO

ENYAATQZH IV emi 12 h mpiv tnv PCl Kai yia 24 h JeTa Ye puBuo
Tml/kg/h. To nnhnﬂmzpo Kal QTTOTEAECUATIKOTEQO TTROANTITIKG HETPO.
EATTWHEVOS PUBNOC %2 OF KAPDIAKN AVETTAPKEIQ.

EAQXIOTOTIOINGN TTOTOTNTAS OKIACTIKOU. ZKEWN YIO OIAKEKOUMEV
TTAPEPPAC £QOCOV QUTO EivVal EQIKTO Kal epocov Bev UTTAPYXE! Papid
aGnNPWHNATIKA VOO aTNV QOPTH.

EKTIUNON pioKoU EPQAVIONS VEQPOTTIABEIAS TTPO TNE TTAPEURACNC.
YTTOAOYIONOC MEYIOTNG DOCONC.

‘Eykaipn SIaKOTH VEQPOTOCIKWY QUPHUAKWY (2 NUEPES) TTPIV TNV
XOpNynon oKIaoTIKOU. ZUVEXION BEATIOTNG aywyns e a-MEA,
JUPTAVEC, OTATIVEC Kal (-blockers.

Oy ywnARS oopWTIKOTATAS OKIaaTIKG. MNMpoTtipnon LOCM n IOCM

ZKEWN yia aipoding TTPIV KQI META TNV TTAPEUFACN O TTOAU UWnAoU
KIVOUVOU QOBEVEIC (%F <30mL/min)

Mn ammoTeAECHATIKA N N-QKETUAOKUGTEIVN



2 UUTTEPAOUATA

H XNA arToteAei Evav artd TouC anUavTIKOTEPOUC DEIKTEC TITWYNAC TTPOYVWONG
Herd armrd PCL

H nrma éwg pétpia XNA aubavel gev TV voarnpoTnTa Kai TNV Bvnrotnta Twv
aoBevwy TTou uTTopdAhovTal ge PCl aAhd auto Oev oQeiheTal o€ Qugnuévn
ETTOVOTTEVLLOT OV KOl QAIVETON VO quEdvel Tnv Bpoppwaon twy stents.

[TapampoUvTai TTIO TIOAUTTAOKES, OTTAOPRETTWHEVES BAABEC-YXpovoBopa
DIQIKOTIO —TTEQITTOTEPO OKIACTIKO-TTIOOVA Xpnon dAAIV TUTKEULV.

H veppottdOeia ammd oKIaoTIKG Eival Pid aTTo TIC ouxVOTEPEC aiTiec ONA Kl
OYETICETAN PJE AUENUEVN VOONPATNTA Kol BvnToTNTa.

2UYKEKPIUEVOI TTOPAYOVTEG TTpODINBETOUY O VePpOTIABEia aTTO OKIQOTIKO Kal Ba
TIPETTEI VO OV VWPICTO UV TIPIV TN XOpNynon autou.

EvOexopevn avaykn TpotroTIoinong tnge 00one —£TnAOYN QUpUaKwy TToU
ypnapotmowouvtal omy PCl g auth TNV opada agBeviov.



2 UUTTEPAOUATA

‘EAA&IWn peyaAwy TUXQIOTTOINUEVWV HEAETWYV VIO A0BeVEIg
ue XNA Kal avaykn eTavayyeiwong.

QI TTEPICOOTEPEC UEYAAEC UEAETEC DEV QUUTTEPIEAR OV
QCBEVEIC UE ONUAVTIKA ETTNPEACUEVN VEPPIKN AEITOUPYIQ.

Ta atmmoTEAECoUATA TTPOKUTITOUV ATTO avADPOMIKEG UEAETEC,
UTTOOUADEG I MIKPEC OEIPEC aoBEeEVWIV.

Q1 aoBeveic EE XNA atroteAouv €I0IK opada acBevwy
(e10IKG o1 aoBeveic Ot AIMOKABAPON) KAl CUVEXWC
QucavovTal.

AvVAyKn yia oxedlaopo peAeTwy TTou Ba emAUCOUY T
QAVATTAVTNTA EPWTAMATA.



