AITIO THN KAPAIOIINEYMONIKH XTHN
‘ KAPAIOEI'KE®AAIKH ANAZQOT'ONHXH

Mailel poAO 0 XpOVOC ano Tnv eneAeucn TNG
avakonng ;

To TPIPACIKO HOVTEAO QVTIMETWMIONC TNG
avakonng

KYKAO®OPIKH ®AXH

MAPINAKOZ A©OANAZIOZ



AITIO THN KAPAIOIINEYMONIKH XTHN
KAPAIOET' KEDAAIKH ANAZQOT'ONHXH

+

m 50 £t pe epapuoyn cuveYmS EEAMGCOUEVOV DEpameEl®mV
m HIIA 450.000 Bdvatoi/étog
puOuoS emPimong < 5%
m O¢pamneiec Paocilopeves otov puOUO(VE vs
PEA/ASYSTOLE)

m Ocpamneiec aratikég, 0cv AauPavovyv vroyn Tov Ypovo
oo TNV ETEAEVGT TNG OVOKOTYC

m H pucloloyia tnc avakonng petafaAretal pue 1o ¥povo
KOl OTTOUTEL TNV EPOPULOYT] APYLIKDV KUl ATOTEAEGLLOTIKOV
Oepameldv avAAOYO LLE TO YPOVIKO OIAGTNUM OTTO TNV
EMELEVGOT) TG




To TPLPOOIKO HOVTELD GVTIUETOTIONS TNS OVOKOTNG

Electrical Circulatory Metabolic
Phase Phase Phase

0 2 4 6 8 10 12 14 16 18 20

Arrest Time (min)

Weisfeldt ML, Becker LB. JAMA 2002: 288:3035-8



To TPLPOOIKO HOVTELO AVTIUETOTICNS TNS
OVOKOT)G

+

KYKAO®OPIKH/AIMOAYNAMIKH ®A2H

= H xpovikr nepiodo¢ PeTa Ta npwTta 4 pe 5
AENTA TNG avakonng pe uneubuvo pubpo
TNV KOIAIGKN Japuapuyn nou OIAdpKEl Ewg TO
15° nepinou AenTO Kal KAaTa Tnv OIApKeId TNG
Oroiag Gaiveral OTl I Molo AroTEAECUATIKN
apxikn napeppacn €ivai n, AijaTwon, Tou
HUOKApOIoU ,HE epapuoyn Bwpakikwv
OUMMNIECEWY, akoAouBoupEvn ano
kabuoTepnUevn aniviowan.




To TpLPUGIKO HOVTELO AVTIUETOTIONS TNG
OVOKOT)G

+

I rAsicrone) wdor (Ausorn) arlviowor))
J ( J - ]

mICD dueon amviomon evtog 15 -20 sec
m AED emituyn npoypaupoato o€ kalivo, ynmeoa, aepoopOULO;

MH EZANTAHMENA MYOKAPAIAKA ENEPIEIAKA ANTOGEMATA (ATP)

. 3

AEN EXEI ENEAGEI NEKPQZH TQN MYOKAPAIAKQN KYTTAPQN

L 3

ANTAMNOKPIZH 2THN AMNINIAQZH



To TPLPOOIKO HOVTELO AVTIUETOTICNS TNS
OVOKOT)G

= Kukhogopikr) @acn (Huokapdiakn) aiudTwon)
m Xwpic Bepaneia = 50 pe 150 AenTo

EZANTAHZH TQN MYOKAPAIAKQN ENEPIEIAKQN ANTOGEMATQN (ATP)

—— | PEA ANTENAEI=H !

T

OI ©QPAKIKEZ 2YMINIEZEIZ OAHIOYN ZE AY=H>H TQN MIEZEQN AIMATQ2HZ
KAI ANMTOKAOIZTOYN TA ENEPIEIAKA ATTOOEMATA ZE ATP

i B
ANINIAQZH =) AYTOMATOZ PYOMOZ

AMEZH AMNINIAQZH

ASYSTOLE




To TPLPOOIKO HOVTELD GVTIUETOTIONS TNS OVOKOTNG

10F% Myocardial ATP

Electrical Circulatory Metabolic
Phase Phase Phase

0) 2 4 6 8 10 12 14 16 18 20

Arrest Time (min)
Weisfeldt ML, Becker LB. JAMA 2002: 288:3035-8



To TPLPOOIKO HOVTELO AVTIUETOTICNS TNS
OVOKOT)G

+

H Bewpeia tnc KukAo@opikne ¢donc vrootnpileton amo
ueAétec o€ Coa Kot avOpmmovg.

AIAPKEIA VF MPO AMNINIAQ>H2: 1-3-5-9 min

<3 min - n aueon anividwon nTav n 1davikn Bepansia

271a 5 kar 9 min n CPR(1min) +EPI OAHIHZE 2E KAAYTEPH
EMNIBIQ>H 2YTKPINOMENH ME THN AMEZH AMNINIAQ>H

AMEZH AMNINIAQZH 1 min CPR + EPI MNPO AMNINIAQZH>

l l

30% ENITYXHS (3/10) 70% ENITYXHS (7/10)
AMA KAI
0% ROSC (0/10) 40% ROSC (4/10) T e g




To TpLPUGIKO HOVTELO AVTIUETOTIONS TNG

OVOKOT)G

m Aiapkeia VF npo anividwonc: 7,5 min

5 min CPR +EPI | I

AMEZH AMNINIAQZH

64% (9/14) EMNIBIQ>H

VS

E—

21% (3/14)ENIBIQSH

H EOAPMOIH CPR PO THX AMNINIAQ>H> AEN YTIEPEIXE
THX AME>ZHZ AMNINIAQ>HZ I'TA AIAPKEIA VF<5 MIN

NIEMANN et al
Circulation 1992




To TpLPUGIKO HOVTELO AVTIUETOTIONS TNG
OVOKOT)G

= Aiapkeia VF npo amvidwonc: 8 min

CPR+ KOKTAIHA ®APMAKQN(EPINEPHRINE-LIDOCAINE
-BRETYLIUM-PROPANOLOL)

|

77% ROSC

AMEZH AMNINIAQZH

!

21% ROSC Meneggazzi et al
Ann Emerg Med 1993




To TPLPOOIKO HOVTELO AVTIUETOTICNS TNS
OVOKOT)G

+

AIAPKEIA VF MNMPO AMNINIAQZHZ: 7min

MeAeTNONKE N enidpaon Tou xpovou PeTa&u Tng diakonnc Tnc CPR kal TnG
anvidwong, oTnv enavagopa Tne autopaTtng kukhogopiac (ROSC)

Successfully Resuscitated

=05 y =001

p<D.0s

']
]
i
]
]
T T

10 15 20
SECONDS

n=5 [LEr rop

Yu et al, Circulation 2002



To TpLPUoIKO HOVTELD OVTINETOTIONS TNS
OVOKOTNG

‘ Response time < 4 min Response time > 4 min

Wb =0.87 W <0.007
357 357

301
251
201
157
101

=

B Survival B Survival

Defib CPR 0 Defib CPR
EMS-SEATTLE, DEFIBRILLATION OVER CPR(90sec)+DEFIBRILLATION

Cobb et al, JAMA 1999



Amwviowon vs. IIponynBeica CPR (3min)
(< 5 min ypovog amwokpiong)

60%-

M CPR first
M Standard

ROSC D/C Hosp 1yr Surv

Oslo, Norway Wik et al. JAMA 2003: 289:1389-95




+

Amwviowon vs. IIponyndeica CPR (3min)

(> 5 min ypovo¢ arxdkpiong)

60%-

50%-

40%-

30%-

20%-

10%-

/

1

“

1

“

0%o-

P=.04
P=.006 P=.01 M CPR first
M Standard
ROSC D/C Hosp 1yr Surv

Wik et al. JAMA 2003: 289:1389-95



2TOY0L TNS AVUL®MOYOVNoNS KUTA TNV
OLUPKELO TS KUKAOPOPLIKNS QOO TNS
+avakonﬁg

¢ Alotrpnon ¢ TlEoN S ALATOOoNS TOV
GTEPAVIOI®V YYEIDV:
(0106TOAIKY] TTiEGT AOPTNG- TTEGN 0EELOV KOATOV )

¢ Alotrpnon g mlEoNS AUATOONS TOL
EYKEPAAOV:
( Méon aptnplokn mieon-evookpavia mieon )

¢ IHapoyn o&vyovou 6TouC 16TOVC:

Ca02= Hb x1.34
DO2 = Ca02 10



Iieon opudTOoNS TOV GTEPUVIUIOY
aYYELOV

+

Baoikoc kabopioTng TnG eniBinong

\
>XeTICETAl APeoa Pe TNV enavodo COFOQGTY
NG auTOpaTNS KukAogopiac (ROSC) Perfuswn e
Dens ] ,
Me TnVv d1aKOoMr TWV CUUMIECEWY Pressure RaD
epgavideTal Taxeia NTwon TNG cpp Duﬁng A
Me TnVv enavevapén Twv CUPNIECEWV CPR

anarrouvtal 3 Y 6 CUPNIECEIC
yla va anokataoTtabei n cpp




IIieon opudTOoNS TOV GTEPUVIULOY
OYYELMV GE TOVTIKLO,

_|,

Sumvival Fram Prolongsd Cardiac Amest Relaies
to e Coronary Perfusion Pressures Ganamidad
During Chasl Comprasaion
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Figure 2. Survival from prolonged cardiac arrest in canines
relates to coronary perfusion pressure generated during external
chest compressions. See text.




Ilieon 0HATOONS TOV GTEPUVIOLOV AYYELOV
cTov avlpmmo

MeAetn 100 acBevwv pe 24 Hr. ROSC
ROSC No ROSC

Meyiotn CPP 26 + 8 8 + 10
Apxikn CPP 13+9 2+ 9

Mn ROSC otav n CPP ntav < 15 mm Hg

Paradis et al. JAMA 1990: 263: 1106



IIieon opudTOoNS TOV GTEPUVIULOY
aYyYEL®V 6TOV avOpmTO

o
7]
=]
o

CPP {mmHg)

Paradis (1990) JAMA




AlL0OVVOUIKY] aVTOTOKPLoN 6TIS 15
0O PUKIKES GUUTIECELS

+

H BiwoipotnTa Tou puokapdiou nou BpiokeTal o VF pnopei va diatnpnOei
yla NEPICOOTEPO XPOVO av Ol OTEPAVIAIEC APTNPIEC €ival BATeC Kai av
NapayeTal ENApKNG Nieon algaTwonG TwWV OTEPAvIaiwyV ayyeiwv.

Hemodynamic Response to 15 Chest
Compressions During Ventricular Fibrillation




Eniopacn tng Epoppoyne Tmv ovomvomy
OLAGMONG OTNV TEGT AUUATOONS TOV
GTEPAVIO®V OyYEI®V

DDDDDD

astollc)

SECET off f 3 Toff



CPR: 30:2




AlLOOVVOULKT] AVTOTOKPLOT] GTIS GUVEYELS
0O PUKIKES GUUTIECELS

+

Continuous Chest Compression CPR

128 mm Hg

L|..Ir '-ni- LMLF |i#-FH-F ‘I‘ TV | |

Iflnmlib



IIieon aHaTOONS TOV GTEQUVIALMV
Viagatoly

+

m [leportepm mapayovteg mov kabopiCovv Tnv mieon
AULATOONC KATA TNV O10PKELD TNG valmOYOVNGNC

OLYVELOKEC OVTIOTAOELS

Oy YELOGLOTOATIKG QAPLLOKOL T (emveppivn)
OLYYELOOIOGTOATIKA PAPLOKO, |

KUKAOQOP®WV 0YKOC (AMTMAEIES OULATOC-TPITOL YDPOV)

evoobwpoxikn micon
A10.GTOMKT Qbon I b I I

, DAEBIKN
TV GLUTIECEWV

| O¢TIKA nieon cNavaeopd !




AL0@OPES 6T PVGLOAOYIA TS QVTONATIS
OVOTVONGS GUYKPLVOLLEVT] UE TNV UNYOVIKT)
ovamvon OeTIK@V mEcE®Y

+




Witnessed VF Survival
Passive Oxygen Insufflation vs.
%BVM Ventilation

50%
40%

30%

(17/35)

20% 48%

Survival

(12/60)

10% 0%

0%

BVM Passive
Ventilation Oxygen Insufflation



Tv oopPaiver pe to O2;

+

m O NVEUNOVEC KAl TO ApTNPIAKn KUKAOPOpIa
eival nAnpeic o 02

m To kA&1di TNC enITuxiac €ivai va
KUKAOQOPOOULE OTOUC 1I0TOUC TO NON
unapyov 02

m MEeAETEG DEIXVOUV OTI O KOPETHOG TOU
apTnPIakou aipaTog NApapEeVel
IKCIVOI'IOII’]TIKOC; akopa kai 10 min |J€TCI TNV
£NEAEUCN TNC Avakonng av epappolovTal
OUVEXEIC OWPAKIKEC GUMMNIEDEIC.



Tv oopPaiver pe to O2;

+

Arterial Saturations during Continuous Chest Compressions
During Ventricular Fibrillation

AVG O2 Sat

% Intact circulation

: after neuromusc =
= blockade and no
1ventilati0n

VF with CC-only
(no MTM or ventil)

Chandra et al. Circulation 1995



T oopPaiver pe to O2;

+

ABG after 7 min of CPR for VF

Sa0, (%) Pco, pH
CC+RB 92%]* 25%2 7.49%.02
CC 76x6* 37%5 7.41+.03

Not a “normal Sat,

but good enough! * p<0.01 -
P Berg, Circ 1997



AlgTpnon TS 00MNY0V TLECNS YL
EYKEQPUAIK UIHATOO

+

m [1aTi KABE popa nou melw TO
Bwpaka Tou avoiyel Ta PaTia Tou,
eV KAOe (popda NOU OTANATW YId
va avanveuow Y1 auToV ,auToq
Eavakoiuarai;



AIHATIK pon OTNV APICTEPT)
£0W KApWTIOO

+
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Fig. 3, The blood flow m the left mtemal carotide arery dunng 6.5 min of ventncular fibnlaton followed by 3.5 min of mechamical chest
compressions. The mean vilue + S.E.M. 1s shown from 12 pigs.



AIJATIKR pon OTNV APICTEPN

€00 KapwTida
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Fig 5. The blood flow im the [t internal carotide ariery dunng 2.5 mim of mechankal comprassiors followed by defibmllation attampts wath (11} and
without (|11} mtermpimg the chest compressiones, Meanvalue 45 E&L, » = 5 i each groop (the one pag which snorvived i groap 11 and the one i
which dicd in group 1 are exclnded toopet a clear non-ROSC va ROSC gronpd




2YMIEPA2ZMATA
+

s H AME2H AMNINIAQ2H AEN EINAI H NMAEON
KATAANHAH OEPATIEIA KAI MINMOPEI NA
AINOTEAELI ANTENAEI=H.

m O 2YNEXEI2 ©CQPAKIKEZ 2YMIMIE2EI>
OAHIOYN 2E BEATIQ2H THZ EMIBIQ2H2 .

m OI ANATINOEZ AIA2€Q2H2 KAI H
ATAZQAHNSC2H AEN GAINETAI NA EINAI
AMNMAPAITHTEZ 2E AYTO TO 2TAAIO TH2
ANAZQOIONH2HZ NMPOKAAONTAZ AKOMH
KAI ANEMIOYMHTA ATNOTEAEZMATA.



EYXAPIZTSQ2 MOAY

YORKER, EANLWSRY T, 2000
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