AIAOOPIKH AIAITNQ2H TAXYKAPAIAX
ME EYPEA 2YMIIAEI MATA
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n OPIXMOI

n AIAQOPIKH AIATNQZzH

n HAEKTPOKAPAIOTPA®IKA EYPHMATA
n AIATNQ2TIKA KPITHPIA-AATOPIOMOI

n OEPATIEIA




OPIZMOI

n TAXYKAPAIA ME EYPEA LYMMNAEIrMATA ( WQT) : AIAPKEIA QRS >
120 ms KAl ZYXNOTHTA > 100 bpm.

n KOIANIAKH TAXYKAPAIA (VT) : EM@ANIZH 3 H NMEPIZZOTEPQN
AIAAOXIKQN EKTAKTQN KOINIAKQN 2Y2XTOAQN ME 2YXNOTHTA

= 100 bpm.

§ MH EMIMENOYZA KOINIAKH TAXYKAPAIA (NSVT) : KOIAIAKH

TAXYKAPAIA MNMOY AIAKOMNTETAI AYTOMATA XE AITOTEPO AlNO
30sec.




OPIZMOI

n EMMENOYZA KOIAIAKH TAXYKAPAIA (SVT) :

@ AIAPKEIA > 30sec

@ MPOKAAEI AIMOAYNAMIKH AXTAOGEIA

@ AIAITEITAI AMEZH MAPEMBAZH I'A TON TEPMATIZMO TH

8 MONOMOP®H VT : OMOIOMOP®A KAI KATA KANONA
PYOMIKA KOINIAKA £YMIMAETMATA H ME MIKPH
AIAKYMANZH TON RR AIAZTHMATQN.

8 MOAYMOP®H VT : KOINIAKA EYMMIAETMATA ME
AIAGOPETIKEZ MOP®OAOrIEZ KAI RR AIAX THMATA ME
MEIAAH AIAKYMANZH.




OPIZMOI

n VENTRICULAR FLUTTER: MAPOMOIA HKI' EYPHMATA ME
MONOMOP®H VT NMAHN THX > LYXNOTHTAZ ( MEPINOY
300bpm).AEN YMAPXEI IXOHAEKTPIKH TPAMMH METAZY TQN
QRS AIAZTHMATQN.

n KOIAIAKH MAPMAPYTH: KOINIAKOZ PYOMOZ XQPI

“OPFANQZH" ME QRS 2YMMNAEIrMATA MMOY AIAKPINONTAI
EAAXIZTA.
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Figure 21.2: Unifocal Premature Ventricular Complexes (PVCs). The two PVCs
nated in the rhythm strip, marked by stars, are identical in configuration and are unifocal in
origin. Note alsa that the pause following the PYC is fully compensatory, meaning that dis-
tance A, which straddles tha PV, measures the same as distance B, which straddles a
normal sinus impulse. ms, milliseconds.
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Figure 21.3: Multifocal Premature Ventricular Complexes (PYCs). The PYCs marked
by the stars have different configurations and are multiformed, These PVCs originate from differ-
ent locations In the ventricles and are multifocal in ongin.




PVC on T-Wave
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Figure 21.21: Nonsustained Monomorphic Ventricular Tachycardia (VT). Threeor
more consecutive premature ventricular complexes (PYCS) with a rate of =100 complexes per
minute is VT, The VT Is monomorphic because the ventricular complexes have the same configu:
ration. The VT is nonsustained because the duration of the tachycardia is <30 seconds.
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NMOAYMOP®H KT TYNOY TORSADE DE POINTS NOY
ANATAXOHKE AYTOMATA 2E PAEBOKOMBIKO PYOMO
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Figure 21.30: Ventricular Flutter. The QRS complexes are wide and uniform with a rate of
approximately 300 beats per minute. The QRS complexes are monomarphic and there are na iso-
electric intervals between the QRS complexes, Ventricular flutter s similar to monamorphic ven:
wicular tachvycardia (VT) except for the higher heart rate and has the same clinical significance.
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AIAQOPIKH AIAFNQ>H TAXYKAPAIAZ EYPEQN
2YMIAEIMATQN

1. KOINIAKH TAXYKAPAIA: 80% F'ENIKOY NMAYOHZMOY KAI 2E > 95%
TON AZOENQN ME KAPAIOAOTIKO IXTOPIKO.

2. YINEPKOIAIAKH TAXYKAPAIA ME 2TAGEPO AMNMOKAEIZMO
2KEAOYL.

3. YNEPKOIAIAKH TAXYKAPAIA ME PYOMOE=APTQMENO
AMOKAEIZMO ZKEAOYZ.




YNEPKOIANIAKH TAXYKAPAIA ME AMTOKAEIZMO

2KEAOYZ.

A. During normal sinws rhythm
] ]

B. Duning tachycardia
ik

Figure 22.31: Wide Complex
Supraventricular Tachycardia (SVT) from
Preexistent Left Bundle Branch Block
(LBBB). Electrocardiogram (A) and [B) are from
the same patlent. Figure [A) shows the patient
during normal sinus rhythm and (B) during
tachycardia. Mote that the configuration of the
QRS complexes during the tachycardia (B) is the
same as during normal sinus rhwythm (A) consis-
tent with 5T with preexistent LBBB.



AIAQOPIKH AIAFNQ>H TAXYKAPAIAXZ EYPEQON
2YMINAEFMATQN

4, YNEPKOIAIAKH TAXYKAPAIA ME KOANOKOIAIAKH AFQI'H ME2Q
ENOX MAPANMAHPQMATIKOY AEMATIOY.

KATA THN AIAPKEIA KOAMNIKHZ MAPMAPYTHZ-NTEPYTIZMOY
KATA THN AIAPKEIA KOATMNIKHZ TAXYKAPAIAZ

KATA THN AIAPKEIA ANTIAPOMHZ KOAINMOKOIAIAKHZ
TAXYKAPAIAZ EMTANEIZOAOY

5. BHMATOAOTIKOZ PYOMOzZ.




YNEPKOIAIAKH TAXYKAPAIA ME KOAMOKOIAIAKH ArQrH

MEZQ ENOZ MAPANAHPQMATIKOY AEMATIOY.

A. Durin ncmal sinus Myt Figure 22.32: Wide Complex Supraventric-

o ular Tachycardia (SVT) from a Bypass

Tract. [A) Normal sinus riwthm with short PR in-

terval and delta waves (arrows) from

_ preexcitation, (B) From the same patient during

) ; A wide complex tachycardia. The presence of preex-
citation in baseline electrocardiogram suggests

: that the wide complex tachycardla is due to

E ) antidremic atrioventricular reciprocating
tachycardia,

B. During tachycardia



Zipes et al.
ACC/AHAYESC Practice Guidelines

Nonsustained VT
Monomorphic
Polymorphic

Sustained VT
Monomorphic
Polymorphic

Bundle-branch re-entrant

tachycardia

Bidirectional VT

Torsades de pointes

Ventricular flutter

Ventricular fibrillation

Three or more beats in duration, terminating spontaneously in less than 30 s.

VT is a cardiac archythmia of three or more consecutive complexes in duration
emanating from the ventricles at a rate of greater than 100 bpm {cycle length
less than 600 ms)

Nonsustained VT with a single QRS morphology.

Nonsustained VT with a changing QRS morphology at cycle length between 600
and 180 ms.

VT greater than 30 5 in duration and/or requiring termination due to
hemodynamic compromise in less than 30 s,

Sustained VT with a stable single QRS morphology.

Sustained VT with a changing or multiform QRS morphology at cycle length
between 600 and 180 ms.

VT due to re-entry involving the His-Purkinje system, usually with LBBR
morphology; this usually ocours in the setting of cardiomyopathy.

VT with a beat-to-beat alternans in the QRS frontal plane axis, often associated
with digitalis toxicity.

Characterized by VT associated with a long QT or T, and
electrocardiographically characterized by twisting of the peaks of the QRS
complexes around the isoelectric line during the arrhythmia:

B “Typical,” initiated following "short-long-short” coupling intervals.
B Short coupled variant initiated by normal-short coupling,

A regular (cycle length variability 30 ms or less) ventricular arrhythmia
approximately 300 bpm (cycle length—200 ms) with & monomorphic
appearance; no isoelectric interval between successive QRS complexes.

Rapid, usually more than 300 bpm/200 ms {cycle length 180 ms or less), grossly
irregular ventricular rhythm with marked variability in QRS cycle length,
morphology, and amplitude.




BIDIRECTIONAL VT

Figure 21.23: Bidirectional Ventricular Tachycardia. The QRS complexes have right
bundie branch block (RBBB) configuration with tall R waves in V. The axis of the QRS complex in
the frontal leads alternates from left axis 1o right axis indicating that the origin of the tachycardia
alternates between left antenor and left postenor fascicles.



Classification by Disease Entity

Chronic coronary heart disease

Heart faibure

Congenital heart disease

Newrological disorders

Structurally nommal hearts

Sudden infant death symdrome

Cardiomyopathies
Dilated cardiomyopathy
Hypertraphic cardiomyapathy
Arrhythmogenic right ventricular

':H-Tlh“m}'ﬂ]mh,‘f' R e et




Classification by Clinical Presentation

Hemodynamically stable Asymptomatic The absence of symptoms that could result from an arhythmia
Minimal symptoms, Patient reports palpitations felt in either the chest, throat, or neck a5 described by

e, palpitations the following;
W Heartbeat sensations that feel like pounding or racing
B An unpleasant awareness of heartheat
B Feeling skipped beats or a panse

Hemodynamically unstable Presyncope Patient reports presyncope as described by the following:

B Diziness
W Lightheadedness
B Feeling faint
B “Craying out”

Syncope Sudden loss of consciousness with loss of postural tone, not related to anesthesia
with spontaneous recovery as reported by the patient or observer. Patient may
experience symcope when supine.

Sudden cardiac death Death from an unexpected circulatory arrest, usually due to 2 cardiac arrhythmia
occurring within an hour of the onset of symptoms.

Sudden cardiac arrest Death from an unexpected circulatory arrest, usually due to a cardiac archythmis
occuring within an hour of the onset of symptoms, in whom medical

 Lipes et al intervention (e.g., defibrillation) reverses the event.
ACC/AHA/ESC Practice Guidelines




AIA®OPIKH AIATNQ2zH VT-SVT ME AAAOAPOMIA

1. IZTOPIKO - NMAPAIFONTE2 KINAYNOY
2. HKT-AATOPIOMO

[NPO2OXH !!

H YINAP=H H OXI 2YTITOMATQN KAGQ2 KAI H
2YXNOTHTA AEN XPHZIMOINOIOYNTAITIA THN AA.




ECG

n AINEI MI©ANH AIATNQZH 'lA TOAAOYZ AZOENEIZ , AAMAAH
2IFOYPH / TEAIKH AIATNQ2H MIMOPEI NA MHN EINAI AYNATH .

8 OTAN H AIATNQEH AEN EINAI ZIFOYPH :

NMPOTEINETAIKAGOEENEIZOAIOTAXYKAPAIAZMEEYPEA
QRS NA ANTIMETQMIZETAI KAT'APXHNQZ VT MEXPI
AMOAEIZEQZTOYANTIOGETOY .




HAEKTPOKAPAIOTPAQIKAEYPHMATA

FYXNOTHTA

OMOIOMOP®IA / ANOMOIOMOP®IA
AZONAZ

EYPOZ QRS

CONCORDANCE

KOAMOKOIAIAKOZ AIAXQPIEMOZ
SYZTOAEZ AMO ZYTXQNEYZH-ZYAAHWH
MOP®OAOFIA QRS




HAEKTPOKAPAIOTPAQIKAEYPHMATA

n LYXNOTHTA : MEPIOPIZMENHXPHZHZTHNAA VT ANO SVT.

n OMOIOMOP®IA : STHNKTZYNHOQEOMOIOMOPOIATOY
KOIAIAKOYZYMMAErMATOZETIZMPOKAPAIEZAMATQrEX
MEMIKPHAIAKYMANZH RR AIASTHMATQN ( MONOMOP®H
VT).

2TAOEPA RR AIAZTHMATAYNEP SVT
ANOMOIOMOP®IA TOYKOINIAKOYZYMMNAETMATOZZE

@ MOAYMOP®H VT

@ AF MEKOAINMOKOIAIAKHATQrHMEZQENOZ
MAPANMAHPQMATIKOYAEMATIOY

@ AF ME AMTOKAEIZMOZKEAQOYZ




HAEKTPOKAPAIOTPAOIKAEYPHMATA
§ A=ONAX

PYZIOAOTIKOZ YNEP SVT.
YMNEPAE=IOXZ A=ONAZ (- 90° EQ2 + 180° ) YINEP VT.

2YIT'KPIXH ME A=ONA KATA THN AIAPKEIA SR, 2TPO®H TOY
A=ONA > 40° KATA THN WCT YTIEP VT.

2E WCT ME MOP®OAOT'IA RBBB, APIZTEPOXZ A=ONAZ YTIEP VT.
2E WCT ME MOP®OAOTIA LBBB, AEZIO2 A=ONAZ YTIEP VT.




Floure22.23: Left Bunde

0 Branch Blockwith Rght

Axls 390° Thi inding usually
Inglcates ventricular tachytardia

.1 (\T).Note also the presence of
complete AY dissaciation
\amows), which also indicates VT,




Figure22.22: Right Bundle Branch Block with Left Axis Deviation, Trisfinding favors ventricularachy:
cardia,



HAEKTPOKAPAIOTPAQIKAEYPHMATA

EYPOZ QRS

§ XE WCT ME MOP®OAOrI'IA RBBB, AIAPKEIA > 140 msec YINEP
VT.

§ XE WCT ME MOP®OAOrIA LBBB, AIAPKEIA > 160 msec YINEP
VT.

§ AIAPKEIA QRS < 140 msec AEN AMOKAEIEI VT ( VT MOY
[TPOEPXETAI AlO TO MEZOKOIAIAKO AIA®PAIMA 'H AMNO TO
2Y2THMA HIS-PURKINJE).




HAEKTPOKAPAIOTPAQIKAEYPHMATA

CONCORDANCE

8 OTAN TA ZYMMAETMATA QRS EINAI MONO®AZIKA KAI THE
JAIAZ TIOAIKOTHTAZ XTIX MPOKAPAIEZ AMNATQIEZ ( 90%
EIAIKOTHTA A AA VT).

S AMOYZIA CONCORDANCE OTAN ZE MIA AMO TIZ MPOKAPAIEZ
AMNATQIrez YNAPXEI AIGAZIKO QRS.

H AIMOYZIA CONCORDANCE AEN EINAI AIATNQZTIKA
XPHXIMH.




CONCORDANCE




HAEKTPOKAPAIOIPAQIKAEYPHMATA
KOAIMOKOIAIAKOZ AIAXQPIZMOX

8 ANE=ZAPTHTH KOAMIKH —-KOIAIAKH APAZTHPIOTHTA ZTO
20-50% TQN VT KAI ZXEAON MOTE 2TIz SVT.

n KOATIKH LYXNOTHTA < KOIANIAKH YXNOTHTA YTIEP VT.

n KOAIMIKH £YXNOTHTA > KOIAIAKH XYXNOTHTA YTEP SVT.

8 H MAPOYZIA KKA EMIBEBAIQNEI THN AIAFNQZH THE VT AAAA
H AMOYZIA KKA AEN ATMOKAEIEI VT.




KOAIMOKOIAIAKOZ AIAXQPIXMOZ
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Atrioventricular (AV) dissociation. Ventricular tachycardia and complete AV dissociation. P waves are marked.




KOAINOKOIAIAKOZ AIAXQPIZMOZ




2Y2ZTOAEZ ANO XYTXQNEYZH KAI 2Y2ZTOAEX ANO
2YAAHWH

n ZYXZTOAH AMNO XYTXQNEYZH: OTAN ENA EPEGIZMA MOY
[TPOEPXETAI AMO THN KOIAIA KAI ENA AEYTEPO [10Y
[TPOEPXETAI AlO TO MYOKAPAIO NMANQ AMNO TIz KOIAIEZ
METAAIAETAI TAYTOXPONA 2TO KOIAIAKO MYOKAPAIO.

n ZYXTOAH ANO XYAAHWH: KANONIKH 2Y2ZTOAH MNOY
2TITMIAIA AAMBANEI TON EAEMXO AINO TO KOINIAKO
KENTPO.




2Y2ZTOAEZ ANO XYTXQNEYZH KAI 2Y2ZTOAEX ANO
2YAAHWH




Figure22.7: Sinus Captured
and Ventricular Fusion
Complexes. (A) 12-ead electrocar-
diogram during wide complex tachy-
cardia. Ventricular fusion complexes
are marked by the letter F. The fusion
complexes are preceded by sinus P
waves (arrowheads). A sinus captured
complex, also called Dressler's beat, is
circled. {B) Lead Il rhythm strip from
the same patient recorded separately
during normal sinus rhythm, The
sinus-captured complex recorded in
lead Il is identical to the QRS
complex during sinus rhythm and
are both circled for comparison,

A. 12 lead ECG dunng tachycardia

Lead Il during tachycardia

m s 0 4

B. Lead Il during normal sinus hythm
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HAEKTPOKAPAIOTPAQIKAEYPHMATA

MOPPOAOTIA QRS

n MOPQOAOTIA RBBB : QRS ME “OETIKH” MOAIKOTHTA
2T1> ANATQIE2 V1-V2.

n MOP®OAOTIIA LBBB : QRS ME “APNHTIKH"
[NOAIKOTHTA 2TI2 ANAFQI'e2 V1-Va2.




HAEKTPOKAPAIOTPAQIKAEYPHMATA

MOP®OAOI'IA RBBB

n ANATQIH V1: MONO®AZIKO R 'H AIGAZIKO gR
2YMIMAEIMA YNEP VT.

n TPIQAZIKO LYMMNAETMA RSR* 'H RsR‘ YNEP SVT.

n AMATQIH V6: rS TYMAOAErMA YNEP VT.
8 Rs ZYMMAEIMA YMEP SVT.
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Figure 11. A 12-lead ECG of a RBBB morphology ventricular tachycardia. Lead V, demon-
strates a monophasic R wave and lead V; demonstrates rS complex with R:S ratio <1.



HAEKTPOKAPAIOTPAQIKAEYPHMATA

MOP®OAOT|IA LBBB

§ ATNATQIrex Vi-V2 : EYPH APXIKO KYMA R AIAPKEIAEL > 30
msec YINEP VT.

§ YMAP=H KOMBQZxzHZ XTO KATIQN XKEAOXZ TOY KYMATOZX S
YINEP VT.

§ AIAPKEIA ANO THN APXH TOY QRS XYMIMAErMATOZz EQ2 TO
NAAIP TOY QS 'H TOY S KYMATOZ 2 60 msec ,YINEP VT.

S AMATQIH V6 : YNAP=H KYMATOZ Q 'H QS YMNEP VT,




MOP®OAOTIA QRS

=0.03 sec

Motch |
VT or slur

Narrow R7
SVT

Sleek, gquick
downstroke




Tablell.

Morphology Criteriafor VT

Right bundle type requires waveform from both V1andVé6.

V1 V6

Monophasic R wave QS or QR

/AN

QR or RS R/S<1

A

Left bundle type requires any of the below morphologies.

Vlor V2 V6

R wave > 30 msec QR or QS

j"’,
Greater than 60msec
nadir Swave oy
w‘

Adapted from Brugada et al. A new approach to the differential diagnosis of regular tachycardia with a wide QRS complex.
Circulation 1991; 83:1649-509.




AAITOPIOMOZ BRUGADA

Absence of an RS complex in all precordial leads?
_-—-—-_-___-—-—-_

- — —
yes no

VT diagnosed /

The longest R to S interval =100 ms in any precordial lead?

‘—-—'_'_'_-_‘_—___f—-_—-_-_-_-—‘___‘-_'_'—'—-—“

yes no

VT diagnosed /

A-V dissociation?

‘_,.r--"”

ves

VT diagnosed
Dorpheology cnitena for VT present both in leads V), and Vg7

-— T

ves no

VT dnagnosed ST diagnosed




Tablel.

Diagnosis Of Wide QRS Complex Tachycardia With A Regular Rhythm

Step 1 I's there absence of an RS complex in al precordial leadsV1—-V6?
R»RS
If yes ,thenthe rhythmisVvT
Sens0.21 Spec 1.0
Step 2. Isthe interval from the onset of the R wave to the nadir of the S
wave greater than 100 msec in any precordial leads?
RS
If yes ,thenthe rhythmisVT.
Sens0.66 Spec 0.98
Step 3 Isthere AV dissociation?
If yes ,thenthe rhythmisVT.
Sens 0.82 Spec 0.98
Step 4. Are morphology criteriafor VT present? See Tablell.

If yes ,thenthe rhythmisVT.
Sens0.99 Spec 0.97
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FIGURE 5. wmwm.mﬂummmmﬂsmhwmm This
finding is 100% specific for the diagnosis of vemtncular tachyeardia. Ondy O8, QR or monophasic R complexes are observed.




NEOZ AATOPIOMOZ aVR

Step 1. Fresence of an inditial R wave?

S
MNo

l
I T dimagnosed

Yes

Step 2. FPresence of an inicial » or q wave =40 ms7?
I
™o Yes
\ VT diagnosed

Step 5. Presence of a notch on the descending lHimb of a
negative onset and predominantly mnegative QRST

T

No Yes
| b A tlislé'_n-nsed
Step 4. wy'v, <17
NLX“ Yes

! |

S5% T dimgnosed T dimgnosed
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ECG PATTERNS IN aVR




[NAAAIOTEPOX AATOPIOMOZ

Step 1. A-V dissociation present?
MNo T YWes
l
% T diagnosed
Step 2. Initial R wave in aVR present™
1~-.T--|:|-K Yes
l T diangnosed

Step 3. QRS morphology unlike EBE or FB?

—

No Yes
A N diign-use&
Step 4. Vv, <12
ri:ru\\‘ &r;

SVT diagnosed T diagnosed



OEPAIMNEIA KT

n E=APTATAI ANO THN KAINIKH EIKONA TOY AZOENOYX
AXTAOHZ AIMOAYNAMIKA ===) KAPAIOANATA=H
YTAGEPO: AIMOAYNAMIKA == ®APMAKEYTIKH ArQrH H’

KAPAIOANATA=H

8 HMAPOYZIA H AMOYZIA AYZAEITOYPFIAZ THE AP KOIAIAZ
KAOOPIZEI THN @APMAKEYTIKH ArQr'H




KT 2E AZOENEI2 ME ENHPEAZMENH AMMOAOZH AP
KOIAIAZ

n @APMAKO EKAOIHZ : AMIOAAPQNH

§ KAPAIOANATA=H

8 ANTENAEI=H: MPOKAINAMIAH




KT 2E AZOENEI2 XQPIz EMTHPEAZMENH ANNOAOZH AP
KOIAIAZ

n KAPAIOANATA=H

n AMIOAAPQNH

n [TPOKAINAMIAH

n NAIAOKAINH




ANTIARRHYTMIC DRUGS (AHA 2006)

DRUG DIONI=

AMIODARONE | CARDIAC ARREST: 300mg iv push. Consider repeating 150mg iv
push in 3-5min. Max: 2,2 griv/i24h .

WCT (STABLE): 150mg in 10min, repeat 150mg/10min as
neeeded. MAINTENANCE INFUSION : 540 mg iv over 18h (0,5 mg/min)

PROCAINAMIDE | RECURRENT VF/T: 20mg/min iv infusion.In urgent situations, up
to 50 mg/min max 17 mg/ kg.

LIDOCAINE CARDIAC ARREST FROM VF/VT: 1,0-1,5 mg/kgr iv. Refractory
VF additional 0,5-0,75 mg/kgr iv push, repeat in 5-10 min.
MAX: 3mg/ kgr.

STABLE VT, WQT: as above.
MAINTENANCE INFUSION: 1-4 mg/min ( 30-50 ug/kgr/min)




SUSTAINED MONOMORPHIC VENTRICULAR
TACHYCARDIA

Recommendations ACCIAHAJESC Guldelines
Class |

(1) Wide-QRS tachycardia should be presumed to be VT if

the diagnosis is unclear. (Level of Evidence: ()

(2) Direct current cardioversion with appropnate sedation is
recommended at any point in the treatment cascade in
patients with suspected sustained monomorphic VT with

hemodynamic compromise. (Level of Evidence: ()




SUSTAINED MONOMORPHIC VENTRICULAR
TACHYCARDIA

Class lla ACCTAHA/BAC Guidelines

(1) Intravenous procainamide (or ajmaline in some
European countries) is reasonable for initial treatment
of patients with stable sustained monomorphic V.
fLevel of Eviogence: B)

Intravenous amiodarone is reasonable in patients with
sustainNned monomorphixe VT that is hemodynamically
unstable, refractory to conversion with countershock,
or recurrent despite procainamide or other agents.
fLevel of Evidence: C)

Transvenous catheter pace termination can be useful to
treat patients with sustained monomorphic VT that is
refractory to cardioversion or is frequently recurrent
despite antiarrhythmic medication. (Level of Eviagence: ()

Class llb

Intravenous lidocaine might be reasonable for the initial
treatment of patients with stable sustained monomor-
phic VT specfically associated with acute myocardial
ischemia or infarction. (Level of Evidence: C)




SUSTAINED MONOMORPHIC VENTRICULAR
TACHYCARDIA

Class Il ACC/AHA/ESC Guidelines

Calcdum channel blockers such as verapamil and diltia-

zem should not be used in patients to terminate
wide-QRS-complex tachycardia of unknown ongin,
especially in patients with a history of myocardial
dysfunction. (Level of Evidence: ()




REPETITIVE MONOMORPHIC VENTRICULAR
TACHYCARDIA

Recommendations
Class lla

Intravenous amiodarone, beta bloc
procainamide (or sotalol or ajmali

useful for treating repetitive monomorp
context of coronary disease™ and idiopathic VT
(Level of Evidence: ()

e 1n

kers, and intravenous

Urope) can be

ic VT in the




POLYMORPHIC VT

Recommendations
Class |

(1)

(3)

(<)

Direct current cardioversion with appropriate sedation
as necessary is recommended for patients with sustained
polymorphic VYT with hemodynamic compromise and is
reasonable at any point in the treatment cascade.
(Level of Evidence: B)

Intravenous beta blockers are useful for patients with
recurrent polymorphic YT, especially if ischemia is
suspected or cannot be excluded. (Level of Evidence: B)
Intravenous loading with amiodarone is wuseful for
patients with recurrent polymorphic YT in the absence
of abnormal repolarization related to congenital or
acquired LQTS. {(Level of Evidence: C)

Urgent angiography with a wiew to revascularization
should be considered for patients with polymorphic YT
when myvocardial ischemia canmnnot be excluded. (Lewvel
of Evidence: C)

Class llb

Intravenous lidocaine may be reasonable for treatment
of polymorphic YT specifically associated with acute
myocardial ischemia or infarction. {(Level of Evidence: C)
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A 67 year old male with history of previous infarct and

reduced LV function presents with palpitations and dizziness.
His blood pressure is 80/40. The appropriate next step Is ?

n A. Synchronized cardioversion for VT
n B. I.V. Procainamide for Atrial Fibrillation

with WPW syndrome

n C. Synchronized cardioversion for unstable
SVT with aberrancy.

n D. I.V. Amiodarone for SVT with aberrancy
In a patient with reduced LV function.







Answer A.

n This patient has ventricular tachycardia. An RS
Interval of greater than 100 msec Is clearly
visible. In addition, by history this patient IS
overwhelmingly likely to present with VT with a

wide complex rhythm. Also this patient Is not
stable with relative hypotension requiring
Immediate cardioversion as opposed to
pharmacologic therapy.




