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Ta&vounon TaxukapOLwv

e Tayukopdiec pe otevo QRS (<120 ms)
e Tayukapdieg pe eupv QRS (>120 ms)
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Premature atrial complexes arise from somewhere in the atrium.




DAeBokopfikn Tayukapodia

e 100-160 /min
* P, QRS: puloAoyika, otaBepn oxeon, 1:1




DAeBokopfikn Tayukapodia

e 100-160 /min
* P, QRS: puloAoyika, otaBepn oxeon, 1:1
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KoAmkn papupapuyn

e XaoTIKA KOATILKA €ktOAwaon >300/min
e P:&ev unapyouv
e QRS: puoLoloyika, appubua




KoAmkn papupapuyn

e XaoTIKA KOATILKA €ktOAwaon >300/min
e P:&ev unapyouv
e QRS: puoLoloyika, appubua
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KOATTLKOC TTTEPUYLOOC

e KoArmukn ekmoAwon 250-350/min
e KlOpoata F
e QRS: duoloroyikad, puBuLkd, oxeon pe F 2:1, 3:1, 4:1 kAt
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e KoArmukn ekmoAwon 250-350/min
e KlOpoata F
e QRS: duoloAoyika, puBukad, oxéon pue F 2:1, 3:1, 4:1 kKAt




AANEC UTTEPKOLALAKEC TAXULKAPOLEC

KoAmtokotA\Lakn KoATtokolALaKn)
ETOVELOOOOU KouBLkn emavelcodou
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KoArikn tayukapoia

e 150-250/min
e P’:dtadopetikng popdoioyiag
e QRS: pucLoAoyLka, puBLLKA
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KoArokolAltakn KopPikn taxuvkopdio
emtavelcodou (AVNRT)

e 150-250 (180-200)/min
e QRS: pucLoAoyLka, puBLLKA
e Amotopn gpdavion Kat Sltakomn
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KoArokolAltakn KopPikn taxuvkopdio
emtavelcodou (AVNRT)

e 150-250 (180-200)/min
e QRS: pucLoAoyLka, puBLLKA
e Amotopn gpdavion Kat Sltakomn
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KoAmokolAlakn tayukapoia
emaveloodou (AVRT)

Accessory Accessory
A H B, Pﬂlﬂ“r At ..:'.:...._" F‘“h“’

Orthedromic Circular Tachycardia Antidromic Circular Tachycardia
in a patient with an accessory pathway  In a patient with an accessory pathway
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Presenter
Presentation Notes
1st Example: Normal sinus rhythm
2nd Example: Third degree heart block

No P waves – atrial fibrillation
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ErtavalapBovopevec meplodika
EKTOKTEC KOWALOLKEC OUOTOAEC

T8 . i st i Adupia, 1:1
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KolAtakn tayukapoia

e Juyvotnta 100-250/min
e >3 QRS kol\lakng mpogAevonc (evpea, >120 ms*)



KolAtakn tayukapoia

e Juyvotnta 100-250/min
e >3 QRS kol\lakng mpogAevonc (evpea, >120 ms*)
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KolAtakn tayukapoia

e Juyvotnta 100-250/min

e >3 QRS kol\lakng mpogAevonc (evpea, >120 ms*)




Movopopdn kolhtakn taxvkopdia

e MaBoAoyko umtootpwpa (1Y, ouAnR => KUKAWHA EmaveLc0d0ou)
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[MoAUpopdn Kolhtakn taxvkopdia

e Ofela Loyalpia N mopAToon ENOVATTIOAWONG




[MoAUpopdn Kolhtakn taxvkopdia

e Torsade de pointes
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KolAtakn papuapuyn
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Bpoadukapoiec



DAeBokopfikn Bpadukapdia

Before each =12
<60 bpm Regular | ORg jdentical | ~'° '©-20
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e 2UVOpONO Taxukapdiac-Bpadukapdiag



1°V BaOpou KOATTOKOLALOLKOC
QTTOKAELOMOC

-------
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1st degree AV block (PR = 280 ms)



2°V BolOoU KOATTOKOLALOLKOC OLTTOKAELOOC
Mobitz type | (Wenckebach)
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2°V BolOoU KOATTOKOLALOLKOC OLTTOKAELOOC
Mobitz type | (Wenckebach)
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2nd degree AV block (type Il) with LEEB




2°V BolOoU KOATTOKOLALOLKOC OLTTOKAELOOC
Mobitz type | (Wenckebach)




2°V BolOpoU KOATTOKOLALOLKOC
arnokAelopoc Mobitz type |l




3°Y BaOpoU KOATTOKOLALOLKOC
QTTOKAELOMOC

Normal but not No relationship
related to QRS et N/A I between P&RS




3°Y BoBpoU KOATIOKOLALALKOC
QTTOKAELOOC




Alotapoyn puOuou?




Alotapoyn puOuou?




Alotapoyn puOuou?




Alotapoyn puOuou?




AoCUOTOALO



Presenter
Presentation Notes

Note: VF may “progress” to asystole as energy stores are used up and coarse VF degenerates to fine VF and finally asystole. It is also a common “postshock” rhythm when VF has persisted for several minutes. Some cardiac arrests, however, can occur as “bradyasystolic” arrests and terminate as above. That is, a bradycardia can deteriorate to a slow wide-complex agonal rhythm that finally ends in a straight line, or “asystole.” The agonal “beats” have no detectable pulse and so fit the definition of pulseless electrical activity if they are slow and organized. As cardiac arrest is prolonged, the right heart typically distends with blood in the absence of effective cardiac contractions.   
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Presenter
Presentation Notes

Note: VF may “progress” to asystole as energy stores are used up and coarse VF degenerates to fine VF and finally asystole. It is also a common “postshock” rhythm when VF has persisted for several minutes. Some cardiac arrests, however, can occur as “bradyasystolic” arrests and terminate as above. That is, a bradycardia can deteriorate to a slow wide-complex agonal rhythm that finally ends in a straight line, or “asystole.” The agonal “beats” have no detectable pulse and so fit the definition of pulseless electrical activity if they are slow and organized. As cardiac arrest is prolonged, the right heart typically distends with blood in the absence of effective cardiac contractions.   
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Presenter
Presentation Notes
Key Concept: This slide demonstrates a transvenous ventricular pacemaker. The arrow points to the pacer spike, which then is followed by a wide QRS complex due to abnormal ventricular depolarization. 

As previously noted, this rhythm should not be confused with ventricular tachycardia.
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Presenter
Presentation Notes
Key Concept: This rhythm strip demonstrates dual-chamber atrioventricular pacing. Used in permanent pacemakers, this mode is designed to simulate the normal physiology of atrial contraction followed by ventricular depolarization, allowing for the atrial contribution to cardiac output. This mode will not be seen in transcutaneous or temporary pacing but is included here for completeness. ACLS providers may encounter patients with AV sequential pacing, and they should not confuse this mode with pacemaker malfunction.
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Presenter
Presentation Notes
Key Concept: In an emergent situation your students may be required to use a transcutaneous pacer. Pacing produces an electrical artifact on the rhythm strip, called a pacer spike. It also deforms the QRS complex. Inexperienced providers may confuse this with PVCs or VT. 

FYI Guidelines 2010
Transcutaneous pacing is a second treatment for symptomatic bradycardia. Transcutaneous pacing can be painful and may fail to produce effective mechanical capture. If cardiovascular symptoms are not caused by the bradycardia, the patient may not improve despite effective pacing.
Transcutaneous pacing is noninvasive and can be performed by ECC providers at the bedside. Initiate transcutaneous pacing immediately if there is no response to atropine. Verify mechanical capture and reassess the patient’s condition. Use analgesia and sedation for pain control, and try to identify the cause of the bradyarrhythmia.
Transcutaneous pacing (TCP) may be useful for the treatment of symptomatic bradycardias. There are limited studies comparing TCP with drug therapy for the treatment of symptomatic bradycardia. A randomized controlled trial in which atropine and glycopyrrolate were compared with TCP showed few differences in outcome and survival, although the TCP group obtained a more consistent heart rate. In a study evaluating the feasibility of treatment with dopamine as compared with TCP, no differences were observed between treatment groups in survival to hospital discharge. TCP is, at best, a temporizing measure. TCP is painful in conscious patients, and, whether effective or not (achieving inconsistent capture), the patient should be prepared for transvenous pacing and expert consultation should be obtained. It is reasonable for healthcare providers to initiate TCP in unstable patients who do not respond to atropine (Class IIa, LOE B) or who are severely symptomatic (Class IIb, LOE C). Immediate pacing might be considered in unstable patients with high-degree AV block when IV access is not available (Class IIb, LOE C).
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Presenter
Presentation Notes

FYI Guidelines 2010: If the patient does not respond to drugs or transcutaneous pacing, transvenous pacing is probably indicated (Class IIa, LOE C).
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