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TO EPEOIEMATAI QIO LYXTHMA

To epedopotaywyd ovotnuo eivor varevBovo Yy ™V oyOyn| TOV
gpediondTMV 6€ 0A0 TO HLOKAPOLO KL UTOTEAELITUL ATTO:

® To wiepoioupo, o onoiog Bploketor 6To 60610 KOATO KO KAT® amd TO onueio eKPOANG
¢ dve KolAng eAEPaC.

® Tov wolmoroiiuihd konpo, o omoiog PpioKETON GTO LEGOKOATIKO OLAPPOLY QL.
® To Dendrin rov Hig to omoio Eexvd amd 10 KOIMOKO GKPO TOV KOATOKOIAOKOL KOOV
ouveYILel 6TO KOATOKOIAOKO O1OUPPay Lo KO OlOPELTO 6TO aploTePO Kol 61O 0eE10 GKELOG

TOVL.

® Tic iveg rov PUrkinj g mov aroteAohv GLVEXELD TOV APIGTEPOV KOt 00V GKEAOVS TOV
oepatiov Tov Hiskat exteivoviol 6€ OA0 T0 KOIALOKO HVOKAPILO




TO EPEOIEMATAI QIO LYXTHMA

To gpehopatoymyo cvoTnue amotereiTor 0o TPlo €LON
PNROTOOOTIKAOV KVTTAPOV:

Ta P xOttapa mwov Bpiockovior oto @Aefoxkoufo kot Tov
KOATOKOIMaAKO KOUPO, e OLAUETPO TEPiTOL S MM.

Ta ddpeca kutTapa mov mapepPfariovror petald tov P
KUTTOP®Y KOl TOV  KOATOKOWMOK®OV  KLTTOP®V  TOL
LLLOKPOIOV.

Ta kottapa tov Purkinje mov Bpickovtal otic tveg oL
Purkinje.

H nlektpopuoioroyikny odpactnpdotnta G  Kopoldg L
puOuileton amd TPEIC TOPAYOVTEC TOV OVTOUATICUO, TNV K“;;Z‘l‘]i”“—’l—
ay®YN Kot TN OEYEPCLUOTITO TOV KOPOIOK®V KUTTAPMV.




PYOMIKH AIETI'EPXH THX KAPAIAX

SA node
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STEP 1:
SA node activity and atrial
activation begin.

Time =0

v

STEP 2:

Stimulus spreads across the
atrial surfaces and reaches the
AV node.

Elapsed time = 50 msec

STEP 3:

There is a 100-msec delay at
the AV node. Atrial contraction
begins.

Elapsed time = 150 msec

~=— _7 Moderator
bundle : band

Bundle
branches ﬂ

STEP 4:

The impulse travels along the
interventricular septum within
the AV bundle and the bundie
branches to the Purkinje fibers
and, via the moderator band, to
the papillary muscles of the
right ventricle.

Elapsed time = 175 msec

STEP 5:

The impulse is distributed by
Purkinje fibers and relayed
throughout the ventricular
myocardium. Atrial contraction
is completed, and ventricular
contraction begins.

Elapsed time = 225 msec

: Furkinje fibers
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METAAOXH TOY EPEOIEMATOX KAI AYTOMATIA.

Ao Toybenro Ayoryneg  Zoyvornto
dAePoxopPog <0.01 60 — 100
KoAmiko pvokdpdio 1.0-1.2 o)
KoAmokothtokog koupog 0.02-0.05
Agudtio tov His 1.2-2.0
Ag&10 xal aploTeEPO HEAOG TOV OEUATION 2.0-4.0

'Tvec Purkinje 20-4.0

Kowtaxd pvoxdpdio 0.3-10




ANQMAAIEX THE KOAITOKOIATAKHE ATQI'HXE

KOAIMOKOIAIAKOZ ATTIOKAEIZMOZX (KKA) MIPQRTOY BAGMOY
KOAIIOKOIATAKOX AITIOKAEIZXMOXZ AEYTEPOY BAGMOY:

g Toémrov Mobitz | (Wenckebach)

g Tomov Mobitz ||
KOAIIOKOIAIAKOXZ AITOKAEIZMOX 2:1
AEYTEPOY BAOMOY IMTPOXQPHMENOY KKA
KOAIIOKOIAIAKOXZ AITIOKAEIZMOXZ TPITOY BAGMOY

KOAIIOKOIATIAKOZ ATAXQPIZMOX




IMPQTOY BAOMOY KKA:

First Degree AV Block
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KaBuoTépnon i empBpaduvon tng d1adoong HEow Tou KOATTOKOIAIOKOU KOUBOoU.
ExdnAwvetal oto HKI w¢ didotnua PR pyeyaAuTtepo Twyv 200 msec o€ eVNAIKES KAl JEYAAUTEPO ATTO
160

msec oTa TTaidia.

OAEG 01 KOATTIKEG EKTTOAWOEIG AyOVTal TTPOG TIG KOIAIEG.

QAEV TTPOKAAEI ONUAVTIKA QIJOBOUVANIKA TTPORAR AT
2uyvoTntTo

0,65 ¢w¢ 1,1% tov veapnv evniikov niikiog avo tov 20 eTdv.
Yyniotepog enintoon £xel avoaeepbel oe abintég (8,7%).

H cvyvomra avéavel pe tv nhikia (5% tov avopdv niikiog dvo tov 60 etdv).




[TPQTOY BAOMOY KKA

AOANTEC

OEM: (15% tov acbevav, cuyvotepa oto katmtepng MI)

X Odyym

[S10mabeic expuloTikég achéveleg Tov ouotiuatog ayoynuotntag (Nococ Lev, Lencgre)

dapuaka : avactoreis Tov dOA®V acPBeotiov, B-avactoleis, dryo&ivn, Kot aptmoapov.

AcBéotmon uTpoetdikon Kot 0opTikov dokTvAiov (BACN T¢ Tpodcbiag YAmyivag T UITPOEdOVS
BaiPidag, Baon un ote@aviaio TTUYNS TG AoPTIKNG BarPidag).

Aomon voonuora (evéokoapditida, dupdepitida, pevpatikds mopetdc, achiveio Chagas,

acOévelo Lyme, ouuatioon).

Noécot tov KoAlaydvov (pevpatoetdng apbpitida, ZEA, okinpodepua)

Apvloegidomon, copkoeidmwon

Mvotovikn] ovoTpopia

Y moxoaAtoupio

Iatpoyevic (kapdioyeipovpyikéc enepfacelc, ablation, yoprynon adevoosivig)




AEYTEPOY BAOMOY KKA:

Agutépou BaBuou KKA xapakrtnpietal atrd diatapaxég, Kabuotépnon f S10KOTTH)

TNG Aywyng Tou gpeBiocparog péow Tou KK K6uBou 1 010 CUCTNHA AYWYARS TOU
His-Purkinje

Mmnopel va ivar povipog 1) TapodKog avaroya pe TNV GVATOUIKY 1] ASITOVPYUKY

UVETAPKELX TOV GUGTI|NUTOG

H dwdyvoon tov tomov I kan 11, Bacileran oto HickTpokapdrwoypaonua ko o

RE TNV GNVETOMIKY| TEPLOY] TOV PTTAOK.

€00V 10 3% TOV 0e0evAOV pe vrokeipevy) KepoweKi voso 0a avertiSouvv Kamwowa

pope) KKA ocuvtépov falpov.

To erninteoo KKA Kaeopiﬁa ™myv u‘p(iW(&)G”l‘l (Tl'mou [ KKA 7o cuyva givot amotéAeGHO. S1oTapoyng TG
aAyQYWOTNTAS 6TOV KOUPO, 06TOG0, GE GTAVIEG TEPUTTAOCELS, UTOPEl v opeireton o€ PAAPN 6TO GVOTNUHA OY®YNG TOL
His-Purkinje (Tvmov I1)).




AEYTEPOY BAOMOY KKA
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> ZAAn
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AEYTEPOY BAOMOY KKA

Causes of Mopitztypel, (Wenckenach Block) :

- Underlying structural abnormalities of the node due to fibrosis or ischemia (usually inferior MI)
- An increase in vagal tone that causes areduction in the rate of impulse conduction

- Drugs that impair or slow nodal conduction including digoxin, beta blockers, and the calcium

channel blocking agents

-Can be anormal variant in young or athletic individuals due to excessive vagal tone

The prognosisis generally good
Caul

-

-Mobitz types |1 block is almost always below the AV node and has oraganic causes (ischemia,

usually anterior Mi)

The prognosisisworse than type |

Various inflammatory, infiltrative, metabolic, endocrine, and collagen vascular disorders that have been associated with AV
nodal block




AEYTEPOY BAOMOY KKA:
Mobitz Type 1 (Wenkebach)

EMEDU Second Degree AV Block Type |
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Lengthining PR intervals then dropped beat(s)
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21 popen owtr], 10 odotnua PR peyoiovel npooéeu'cuca LUEYPL VO UMV LITAPYEL TEAIKA
ay®YN TOL KOATMIKOD TOAUOD. AVTO €Yel ®C OAMOTEAECUON TNV EUEOVION UiloG TLTIKNG
aAAnAovyiog oAUV, nE oTafePn 1 OLOKLUOLVOUEVT] OVOAOYIO, KOATIIKMOV TTPOC KOIAMAKOVG
woApovg (4:3, 6:5, xth.). H taydmra oymync otov KoAmokothlokd koOuPo @aiveton vo
LEIMVETOL LE TOVC OLLO0YIKOVES TAAUOVG, HEXPL Ui OOT) VoL OTOTVYEL OTNV ay®yn TNe. Metd
and pio mepiodo mMpepiag, O KOATOKOWMOKOC KOUPOC oavakAuUmTTeEL Kol O KOKAOG

enavorapPdaverar.




AEYTEPOY BAOMOY KKA
Mobitz 11

O amokAEIGUOC PPIOKETAL GTO KOIALOKO GUOTNLO YDYNC.
PR napapéver otabepo.
Kdmoiec and T1¢ KOATIKEC GCLGTOAES OGS OEV AryovTaL.
A) Aev ayeton 1 P (yupndod Bubpod urokdeicnoe)

B) Aev dyovtan 2 ) mepiocdtepa P (vwnhod Bubpod arordeicpis)




KOAITOKOIATAKOX ATIOKAEIXMOX 2:1

SECOND DEGREE AV BLOCK TYPE Il
2:1 CONDUCTION

e G A |

Y1

2:1 CONDUCTION OF P-WAVES
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O 2:1 KKA umopei va mpokoyet, gite atov koufo 1 tov His-Purkinje kot dev pmopovv va ta&ivounbovv oe
tomtov I 1 tomov 11 6gdtepov Pabuod KKA o161t vdpyer povo éva PR dtaotnua va eEgtactel Tptv amd 10
un ayoynuo P.. Tomov I xon tomov 11 KKA devtépov PBabuov pumopel va mpoywpnoet oto 2:1 KKA, ko 2:1
KKA pmopei va enavéldetl o tomov 1 1) tomov 1.

H yopnynon atponivng o acBeveic pe PAdPn oto onueio His-Purkinje umopet va avénoet to faduo KKA




KOAITOKOIATAKOX AITOKAEIXMOX 3 BAOMOY
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Third Degree AV block {Complete Heart Black)
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QRS complexes without correlating p-waves
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P-waves Marching through v
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[TAMpNG OMOKAEIGUOC OA®MV TV KOATIKMOV £PEOICUATOV ATMOAELN GUYYPOVIGLOV KOAT®V KOIM®V (Ta 600
KEVTPO OEV EYOLV TNV 1010 GLUYVOTNTO — TOXVTEPO TO KOATIKO- Kol Ta. epedicuorta oev aliniogumooiloval
otov KOUPo, aAAG vdpyel opyavikn PAGPT Tov KOuPov).

XuvMOm¢ avadveTal puOUOS O10PLYNG OO TO KOATOKOIMAKO KOUPO 1) TIG KOTMEG.

=PP daotuata otabepd petacd Toug

RR eniong otafepd petacy Ttovug.

dev axorovBovvror ad QRS endpparto.




KOAITOKOIATAKOX AITOKAEIEMOX 3 BAOMOY

QRS: Norrmal if ventricles are: [ 15005501 o s s i

activated by junctional escape B L e
focus; wide if escape focus i |t et w5/ mse I oo o manted ) @ ummsnie




KOAITOKOIATAKOX AITOKAEIEMOX 3 BAOMOY

0,04% maykoouimg
YyetileTal pe TNV nAKio ELEAVIONS IGYOKNC KapdlomdOeiog

Bpepik nAkio kot tnv mpowun mootkn mAkio Aoy
OLYYEVOLG TANPN KOATOKOIMOKO OMOKAEICUO, T OToio
LEPTKEC POPES OEV avayvmPIleTal LEYPL TNV TOLOTKT MAKiaL
N aKoun Ko tnv epnpPeia.

7z

MITTWUOTO
ACUUTITWUATIKOI
20YKOTN
AmoBvopio,

24\
Konwon
Avomvola,

2 Odyym
ZopVviKo kopolakod Odvato




KOAITOKOIATAKOX AITOKAEIEMOX 3 BAOMOY

\Aurigc

Drugs - Calcium channel blockers, beta-blockers, quinidine, procainamide, lithium, digoxin, tricyclic antidepressant
Degenerative diseases — Lenegre disease and Lev disease, noncompaction cardiomyopathy, nail-patella syndrome, mitochondrial
myopathy
Infectious causes - Lyme borreiosis (particularly in endemic areas), rheumatic fever, myocarditis, Chagas disease Aspergillus
myocarditis, varicella zoster virus, valve ring abscess
Rheumatic diseases - Ankylosing spondylitis, Reiter syndrome, relapsing polychondritis, rheumatoid arthritis, scleroderma
Infiltrative processes - Amyloidosis, sarcoidosis, tumors, Hodgkin disease, multiple myeloma
Neuromuscular disorders- Becker muscular dystrophy, myotonic muscular dystrophy
Ischemic or infarctive causes - AV noda block associated with interior wall myocardia infarction, His-Purkinje block associated with
anterior wall myocardia infarction
M etabolic causes - Hypoxia, hyperkalemia, hypothyroidism
Toxins—"Mad" honey
Phase |V block (also known as bradycardia-related block)
latrogenic — Complicating aortic valve surgery, septal acohol ablation, percutaneous coronary intervention to the left anterior descending
artery, or ablation of sow or fast pathway of the AV node. Placement of catheters mechanically interfering with one fascicle when
conduction is already impaired in the remaining conduction system (eg, bumping the right bundle with a PA catheter in a patient with
existing left bundle branch block) almost always resolves spontaneously. 1-5.7% of patients

myocardial infarction With early revascul arization strategy, the incidence of AV block decreased from 5.3 to 3.7%. the proximal RCA occlusion

has high incidence of AV block (24%) since not only the AV nodal artery isinvolved but also right superior descending artery, which originates

from the very proximal part of the RCA.




KOAITOKOIATAKOX ATAXQPIXMOX

KOAIIOKOIAIAKOX AIAXQPIEMOZ: vadpyovv 0600 ké€vipa (KOATKO Kot
KOWokO) mov dteyeipetanr 10 kobéva aveEdptnta, aAAd €yovv oyxeddv TNV da
ocvyvotnto.  (Aiyo taydtepo 10 Koidioxo), €tol aAlnlogumodilovtal ta. gpebicparto
TOVG OTO EMIMEOO TOV KOUPoL, omoTE TOL PAEPOKOUPIKA OEV TEPVOVV TTPOG TIC KOTALES

KOl TOL KOWALOK G TTPOG TOLG KOATOVG




KKA OEPAIIEIA

[Ip®dtov Pabuov kot devtépov Pabuod Mobitz I KKA dev amaitovv kotd kavova Ogpameio av

OEV TPOKOAAOVV GUUTTOUOTO KOl OEV OQPEIAOVTOL GE LU0 OVAGTPEYIUT OLTia.

[Tpdtov Babuod KKA ogv eivar yevika pio £vOeiEn yio poviun Pnuoatoodtnon, oArd umopel vo amoTeAECEL
évoeltn vy uoviun Pnuatoddtnon, 0tav ot acHeveis eREAVIGOVY GLUTTOUATO TOV OPEIAOVION GTNV
kaBvotépnon KK cuvifwg dtav to didomuo PR givor capng mapatetapuévn (> 300 ms) kot o acevig
EXEL TEKUNPLOUEVN OPLOTEPG KOUMOKY] GLUGTOAIKT] OVGAELTOVPYIOL KOL TO GUUTTOUATO TNG KOPOIOKIG

OVETTAPKELOG.




KKA OEPAIIEIA

Agvtépov Babuod Mobitz 11 kot tov tpitov Pabuod KKA, cuvnbwg araitodv mpocwmpivil 1
Kol oploTikn Pnuatoddtnon. Tomov Mobitz I ue evpv QRS deiyvouv didyvtn voGo ToL
GUGTILOTOS QYOYLLOTNTOG Kol armoTeEAEL EVOEIEN Yiol fNUATOOOTNON, AKOUN KO LE OITOVGia,
countopdatov. Mobitz 11 e evpv QRS pmopet va. ekpoliotel 68 KKA tpitov Babuov kat

etvan évag akoua A0yog va eEetacBel 1o evogyOuevo TG LOVIUNG P UaTodOTNOTC.

XE KATOTEPO EuPpayua tov pvokapdiov, o KKA ocvuvinbwc vroympel uéca ce HePIKEC
HUEPEC, KOL UOVO €va [KPO mOGooTd TV acbevav ypeldlovial Tpocmpiviy 11 UOVIUN

Bnuotoddtnon.




KKA OEPAIIEIA

MONIMOX BHMATOAOTHXZ EINAI H OEPAIIEIA EIIIAOI'HX XE
MPOXQPHMENO KKA, KAI AYTO AEN AIIAITEI THN TAYTOXPONH
®APMAKEYTIKH GOEPAIIEIA.




KKA OEPAIIEIA

Evnkucag

0,5 éwg 1 mg bolus V. Na unv vrepPaiverl ta 0,04 mg/ kg
IHowowetTpkn

0,1 mg IV. Zvvnong bolus 0,02 mg/ kg IV

|SOPROTERENOL (ISUPREL)
Oetikn| wOTpOTN KO YPOVOTPOTT dpdiom
Product: 1:5000 = 1 mg/5ml ampule
Dosage: Initiate at 2 —5 mcg /min and titrate to response. The maintenance dose generally

ranges from 2 —20 mcg/min

Avtevoeilers: Tolikog daxTvlidieuog, tayvoppuduia, erepaviaia vocoq.

YnepevouocOnoio oto @apuoko.




ATIOKAEIEMOI YKEAQN:

-Complete RBBB

’|ncomplete RBBB

-Complete LBBB

’|ncomplete LBBB
sLeft Anterior Fascicular Block

L eft Posterior Fascicular Block




ATIOKAEIZXMOI XKEAQN:
Terms Not Recommended

Mahaim-type preexcitation n didyvwan dgv PTTOPEI va TTpaypatotroindei ue Beaidtnra,
ME Baon 1o HKI

Atypical LBBB, bilateralbundle-branch block, bifascicular block, kai trifascicular block

Aev ouvioTdTtal AOyw TNG MEYAANG dlakuuavong oTnv avartopia kar tra@oAoyia. H
ETMTPOTIA* OUVIOTA KABE EAATTWPA OTAV AYWYIMOTNTA VA TTEPIYPAPETAI XWPIOTA ATTO

TNV atTown TNG OOMUNG 1 TwV dOUWYV TTOU EUTTAEKOVTAI

*AHA/ACCF/HRS Recommendations for the Standar dization and I nter pretation of the Electrocar diogram




AITIOKAEIZXMOI XKEAQN:
Bundle Branch Blocks

RS complex widen?

When the conduction pathway is
blocked it will take longer for the
electrical signal to pass throughout
the ventricles because the impulse has

to travel from cell to cell inefficiently




AIIOKAEIZXMOI XKEAQN:

Complete RBBB

AV Node
His Bundle

Right Bundle Branch
Left Bundle Branch

Cell to cell conduction
proceeding from the left
ventricle to the right ventricle
resulting in the right ventricular
activation occurring after

left ventricular activation

Block in conduction in the
right bundle branch

Pathophysiology of right bundle branch block. Impulse conduction

proceeds normally from the AY node to the His bundle and along the bundle
branches. The impulse traveling down the right bundle branch is impeded at
the area of block and transmission is terminated. Conduction down the left
bundle proceeds normally eventually passing through the Purkinje fibers to the
lefft ventricular myocardium. Impulse transmission then proceeds to the right
ventricle via cell to cell condition.



AIIOKAEIZMOI XKEAQN:

Complete RBBB

| ‘EMEDU RIGHT BUNDLE ERANCH BLOCK
A | |
R B e Pl e
a 4

QRS Duration =100 {154)
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Vi
. QRS duration greater than or equal to 120 ms in adults, greater than 100 msin children ages 4 to 16 years, and greater
than 90 msin children less than 4 years of age.
.rsr’, rsR%, or rSR” inleads V1 or V2. The R” or r” deflection is usually wider than theinitia R wave. In a minority of
patients, a wide and often notched R wave pattern may be seeninlead V1 and/or V2.
. Swave of greater duration than R wave or greater than 40 msin leads | and V6 in adults.
. Normal R peak timeinleads V5 and V6 but 50 msinlead V1.

Of the above criteria, the first 3 should be present to make the diagnosis. When a pure dominant R wave with or without
anotch is present in V1, criterion 4 should be satisfied.




AIIOKAEIZMOI XKEAQN:
Complete RBBB

Complete RBBB often occursin people of structural heart disease

RBBB in younger individuals generally is not indicative of serious underlying heart disease

RBBB is seen in acute myocardia infarction in 3-1129% of cases

RBBB has been associated with pulmonary embolism

Other pathologies associated with RBBB include:
hypertension
atrial septal defect
rheumatic heart disease
cor pulmonale
cardiomyopathy
myocarditis
Chagasl] disease
degenerative disease of the cardiac skeleton

Secondary to cardiac procedures

Tricyclic antidepressant overdose may be associated with development of a RBBB




AIIOKAEIZMOI XKEAQN:
AEIOAOI'HXH RBBB

/ /7

WE WUGIDADYLIKD GZ0V0: E0PNUA GE PUGLOAOYIKE dTON

ovu: 0e€1d vtepEopTion (vrepTtpopia AE kotAiog, I1E, ki)

DVJ. LLTEOpSl va GT[HOLIVSI KTX(IIHIOL TOV HUOKOLP&IOU T|

LLEGOKOATIKT] ETIKOIVOViCL

0 suvurdapyoy QEM
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AITIOKAEIZXMOI XKEAQN:
To RBBB 6gv kaAvntel 10 svvonmapyov OEM

HEHE " R R R

S

n

5 B

RBBB with a bit of ST elevation in avL and V2, and upright T wavesin V2 and V3 (these
should be down in the presence of RBBB, and there should not be any ST elevation in

RBBB). Anterior STEMI with new RBBB has very high mortality, even higher than with

new

LBBB.




AITOKAEIXMOI XKEACQN:
Incomplete RBBB

Incomplete RBBB is defined by QRS
In adults, between 90 and 100 ms in children between 4 and 16

years of age, and between 86 and 90 ms in children less than 8 years of

age.

Other criteria are the same as for complete RBBB




AIIOKAEIZMOI XKEAQN:
Complete LBBB

greater than or equal to 120 msin adults, greater than 100 msin children 4 to 16 years of
age, and greater than 90 msin children less than 4 years of age.
2. Broad notched or slurred R wave in leads |, avL, V5, and V6 and an occasional RS pattern in V5 and
V6
attributed to displaced transition of QRS complex.
inleads|, V5, and V6, but in thelead aVL, anarrow g wave may be present in the
absence of myocardial pathology.
time greater than 60 msin leads V5 and V6 but normal inleads V1, V2, and V3, when small
initial r waves can be discerned in the above | eads.
usually opposite in direction to QRS.
wave in leads with upright QRS may be normal (positive concordance).
segment and/or negative T wave in leads with negative QRS (negative concordance) are
abnormal.
8. The appearance of LBBB may change the mean QRS axis in the frontal plane to the right, to the | eft, or

to asuperior, in some cases in a rate-dependent manner




AIIOKAEIZXMOI XKEAQN:

Complete LBBB

‘rZM EDU I Left Bundle Branch Block % _H\L'Jb pattern

S50 i e S Vi f \ﬁ’q _mk fﬂﬂl J'KAL
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QRS Duration > 120 mS (170) /

Brﬂad R wave with deep S wave

e IR B W - // ’ J-JT
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AIIOKAEIZMOI XKEAQN:
Complete LBBB

Causesof |

*Aortic stenosis

*Acute myocardial infarction

e Dilated cardiomyopathiy

*Extensive cases of coronary artery diseases

*Primary disease of the cardiac electrical conduction system

L_ong standing hypertension leading to aortic root dilation and

subsequent aortic regurgitation




AIIOKAEIZMOI XKEAQN:
Complete LBBB

According to the ACC and AHA, new LBEB |

of 1schemic symptomsisan indication for reperfusion therapy




AIIOKAEIZMOI XKEAQN:
Complete LBBB

Juecu onueio pe To onoiu vrortevONLeTE £vo Kaloupevo ORI
1.Ta Oetikd T otig amaywyéc mov €yovv ekoOva M
2.H vtdpéet g otic 101eC amaymyEg
3.H npooodevtikn eAdttwon tov r and V1-V4

4.H 0trapen rotn V1kaln egagpdvion Tou otn V2 V3
9.Edv vrdpyovv Ektatec cLGTOAEC amd TNV aplLoTeEPT] KOlhia, Ba Eyovv popporoyia,

RBBB kot epocov vdpyet Epepayua 0o drapivovron g




AITOKAEIZXMOI XKEAQN:
Incomplete LBBB

1. QRS duration between 110 and 119 msin adults, between 90 and 100 msin children 8
to 16 years of age, and between 80 and 90 msin children less than 8 years of age.

2. Presence of left ventricular hypertrophy pattern.

3. R peak time greater than 60 msin leads V4, V5, and V6.

4. Absence of gwaveinleadsl, V5, and V6.




AITIOKAEIZXMOI XKEAQN:
Left Anterior Fascicular Block

LEFT ANTERIOR FASCICULAR BLOCK

%L—JKMMWFA .

) WAVES SEEN IMN |, AVL

ORS DURATION OF 116 ‘—/\J

DEEF” S wWAVES IN Ill, V6

1. Frontal plane axis between 45° and 90°.
2. R patternin lead aVvL.
3. R-peak timein lead aVL of 45 ms or more.

4. QRS duration less than 120 ms.




ATIOKAEIZXMOI XKEAQN:
Left Po

1. Frontal plane axis between 90° and 180° in adults. Owing to the more rightward
axisin children up to 16 years of age, this criterion should only be applied to them
when a distinct rightward change in axis is documented.

2. rSpatterninleads| and avL.

3. gR patterninleads |11 and avVF.

4. QRS duration less than 120 ms.



