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The goal of investigation was analysis of possibility of using of different
antiarrhythmic agents in patients with syndrome preexitation and disorders of
cardiac rhythm.

In normal condition conduction from atriums to the ventricles comes via
atrioventricular node (AV)-His-Purkinje system. Reason of pre-excitation is
conditioned conductivity of nerve impulses across additional pathway. It is known
also as accessory pathway. Syndrome of pre-excitation of the ventricles is an
electrophysiological phenomenon in which the period of depolarization of the
ventricles occurs earlier than during normal impulse conduction.

Anatomic substratum of syndromes of premature excitation is additional
anomalous conductive pathways. There are three main additional pathways of the
conduction of impulse (Kent bunch, Mahaim bunch and James bunch), which are
the reason of preexcitation of ventricles. Syndrome pre-excitation of the ventricles
Is occurred in result of functional activity of such additional pathways. The Kent
bunch is mutated myocardial tissue, which is located in atrioventricular ring. The
Kent bunch is capable to conduct impulses from atrium into ventricle (the first
way). It is considered that left additional bunch is located in the mitral ring, but the
right — in tricuspid ring. The second way is the Jame’s bunch, which connects the
atrium and sinus node with distal part of atrioventricular node or with His bundle.

The third way is the Mahaim bunch, which consists of filaments of conductive
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tissue, it connects the upper part of the His bunch or lower part of the

atrioventricular node with myocardium of ventricles. The forth way is node-
ventricular pathway — Breshenmase pathway, which unites right atrium with
common part of His bundle.

Functional activity of Kent pathways is reason of formation of Wolff-
Parkinson-White syndrome (WPW-syndrome). There are three electrocardiographic
features of WPW syndrome:

a) the length of P-R interval is less than 120 milliseconds in case of the sinus
rhythm;

b) the length of the QRS complex is above 120 milliseconds with sloped initial
part, which has jag (A-wave), and with normal final part of QRS complex;

c¢) the secondary change of S-T segment, which are directed discordantly (in
inverse direction) on an attitude to the main vector of QRS complex.

Kent pathways directly connect the atria and ventricles. Due to functional
activity of Kent pathways bypassing the AV node are occurred.

ECG in patients with WPW syndrome can remind the blockade of branches
of His bundle or pathological changes of ECG, which are typical for myocardial
infarction, or ECG in hypertrophy of ventricles.

Supraventricular reciprocal tachycardia is formatted in result of functional
activity of such pathways. The development of paroxysmal tachycardia in patients
with syndrome of preexcitation is conditioned by re-entry mechanism [1,2,4]. The
development of the re-entry mechanism is connected with presence of two
different anatomical pathways of AV-conduction — main and additional bundle,
which connects the atrium with ventricle.

Functional activity of atrial-bundle pathways (James fibers) is reason of
formation of additional pathways in patients with Clerc—Levy-Critesco syndrome
(CLC — syndrome). For ECG in this syndrome it is typical shortness of P-R
intervals, which are less than 120 milliseconds in case of the sinus rhythm.
Functional activity of fascicular-ventricular pathways (Mahaim fibers), which are

need for shunting of conductivity within specialized conductive system; they unite
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atrio-ventricular node or brunches of His bundle with ventricular myocardium.

Ventricular tachycardia is appeared due to functional activity of such pathways.

Development of cardiac arrhythmias is complication in patient with
syndrome preexitation. Most frequent arrhythmias in patients with WPW and CLC
syndromes is supraventricular paroxysmal tachycardias, which are characterized by
a sudden onset, a frequency of ventricular contractions of 150-220 for 1 min, equal
RR intervals, and the disappearance of A wave [7,8,10].

Paroxysms of atrial fibrillation are very dangerous, since along the
additional paths the waves of excitation easily pass into the ventricles, which leads
to significant increasing of number of heart contractions up to ventricular
fibrillation. ECG signs of paroxysm of atrial fibrillation in patients with syndrome
of preextation of ventricles (WPW and CLC syndromes) are increasing in the
number of ventricular contractions over 200 per 1 minute, shortness of RR interval
till 0.3 seconds, deformed QRS complexes due to superimposition A wave on
initial part of these complexes. It is impossible using in preextation syndrome and
cardiac arrhythmias drugs, which cause the acceleration of conductivity of nerve
impulses in additional pathways (cardiac glycosides, p-blocker agents, for example
propranolol) [2,5,7].

During attack of tachycardia in patients with syndrome of preexitation may be
different clinical symptoms. They can range from mild palpitation to syncope. This
tachycardia can be even reason of sudden cardiac death [2,7,8,13]. Main its
mechanism is macro-reentrant circuit involving the AV-node, the additional
pathway, the atria, the ventricles.

For WPW syndrome is typical the functional and/or anatomical violation in
atrioventricular node with development of longitudinal dissociation in
atrioventricular system can occured. In patients with WPW syndrome sinus
Impulses get into ventricles simultaneously by two different ways — through the
accessory bunch of conduction (the short way) and through normal atrioventricular
pathway. As a result the premature activity of part of ventricles (premature

excitation) is occurred. In nearly 50% of patients with WPW syndrome
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tachyarrhythmias of different types are appeared. Most widespread tachycardia in

patients with syndrome preexitation is such type supraventricular tachycardia as
AV reentrant or reciprocating tachycardia (AVRT).

1. Ortodromic reciprocating supraventricular tachycardia: impulse is
conducted antero-gradely through AV-node and retro-gradely through Kent bunch;

2. Antidromic supraventricular tachycardia: impulse circulates in opposite
direction (antero-gradely) through Kent bunch and retro-gradely through the
atrioventricular node.

3. Paroxysmal atrial fibrillation: at raised frequency of the atrial contractions
the additional Kent bunch (in difference to AV-node) not capable to slow down the
conduction.

As a result velocity of the anterograde conduction through the Kent bunch
the frequency of cardiac beats in patients with atrial fibrillation can sometimes
exceed 300 beats per 1 minute. This brings about to severe hemodynamic
violations and transformation in ventricular fibrillation. Etiological factors of
WPW syndrome are: the innate anomaly of the conductive pathways or the
acquired syndrome (in myocardial infarction, Ebstein disease, mitral valve
prolepses and cardiomyopathies). In adult people the reasons of this disease are not
revealed most often [7,8,10].

In patients with WPW syndrome antidromic atrioventricular reciprocating
(circular) paroxysmal tachycardia can be only in 8-10% patients. Tachycardia
begins from atrial extrasystoles, which spreads into ventricle through additional
pathways. In ditto time spreading of atrial extrasystole is blocked near entry in
AV-node. That is conditioned by shortness of refractory period in additional
pathways. The monomorfic wide deformed QRS complexes reflect the maximal
premature excitation. The frequency of cardiac beats during tachycardia is from
170 to 260 per minute. The inverted P waves in II, III, aVF leads (if it is possible
to recognize these waves on ECG) are situated nearly always with big lateness on

attitude to the beginning of the QRS complex [7].
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The mechanism of this disorder of the rhythm is practically identical to

mechanism of the development reciprocating (orthodromic) paroxysmal
tachycardia. Either as in atrioventricular reciprocating (orthodromic) tachycardia,
paroxysm of atrioventricular reciprocating tachycardia with hidden additional
pathways begins in these patients after atrial extrasystoles with “critical” interval of
the concatenation. However, deceleration of atrioventricular conduction is not so
expressed, as at atrioventricular nodal re-entry. Extrasystole passes consecutively
through the atrioventricular node and His-Purkinje system. Then extrasystole
reaches the place of the joining of the additional pathway with ventricular wall.
Hereafter extrasystole is conducted in retrograde direction to atrium. Then this
process is being repeated. Ventricular extrasystoles with critical interval of the
concatenation are blocked in the retrograde direction in the His bundle, but they
are conducted through the hidden additional pathway to auricle. Hereon ventricular
extrasystole gets into in AV-node, His-Purkinje system, myocardium of ventricles,
in latent additional pathway and come back into atrium [7,8].

The paroxysms of antidromic atrioventricular tachycardia cause seldom the
severe disorder of hemodynamics. However, in patients with this disorder of the
rhythm there is raised susceptibility of transition of antidromic atrioventricular
reciprocating paroxysmal tachycardia in atrial fibrillation and then it is possible the
transformation in ventricular fibrillation. This is more often can be in patients with
left-side additional pathways. The spontaneous cessation of the paroxysm of
antidromic tachycardia usually can be conditioned by the blockade in
atrioventricular node and only in rare cases interruption of paroxysm can be caused
by blockade in additional pathways [7,8].

Paroxysmal atrioventricular reciprocating (circular) tachycardias in patients
with hidden additional pathways, which conduct the impulse selectively in retro-
grade direction (latent WPW syndrome) is not occurred in rare cases. It is typical
for such cardiac arrhythmia ideal condition for choosing of antyarrhthmic agents is
taking into account electrophysiological indices of this agent and its concentration in

plasma of blood.
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In result of functional activity of Kent additional pathway paroxysmal

atrioventricular reciprocating (circular) tachycardia can be developed. Mechanism
of such disorders of cardiac rhythm in patients with hidden additional pathways is
conduction of the impulse selectively in retrograde direction (latent WPW
syndrome) [7,8].

Electrocardiographic signs of paroxysmal atrioventricular reciprocating
(circular) tachycardia are:

1) absence of the manifestations of premature excitation of ventricles during
period of sinus rhythm;

2) the narrow (supraventricular) QRS complex during period of tachycardia;

3) regularity of rhythm during paroxysm of tachycardia;

4) wave P during tachycardia have a negative polarity in II, III, aVF leads in
case of right-side localization of the additional pathways. Positive P waves come to
light in I and aVL leads in case of left-side localization of the additional pathways.

In patients with WPW syndrome risk of sudden death is increased because of
shortness of the refractory period in filament of the conductive additional pathways
between auricles and ventricles as well as in connection with recurrence of
paroxysms of atrial fibrillation. In WPW syndrome there is an increased frequency
of atrial fibrillation in comparison with common population of people. Thus, in
patients with WPW syndrome, atrial arrhythmic disease develops more often. This
contributes to the violation of intraatrial and intraventricular conduction, shortness
of atrial refractoriness and increasing of its dispersion. All this increases the
vulnerability of the atria. The electrical instability of the myocardium contributes
to the anomalous pathways themselves and especially the often repeated retrograde
atrial excitation during paroxysms of atrioventricular tachycardia.

In patients with WPW syndrome atrioventricular reciprocal tachycardia may
be transformed into atrial fibrillation or atrial flutter. Multiple impulses entering
the atrioventricular node in patients with atrial fibrillation or atrial flutter cause
prolongation of its effective refractory period and functional atrioventricular

blockade. As a result, an intensive current of irregular impulses is occurred through
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additional pathways to the ventricular tract. On the ECG of patients with atrial

fibrillation with frequency of heart rate 220-360 for 1 minute abnormal ventricular
rhythm is recorded with different QRS complexes (“false ventricular tachycardia”),
which have different shapes, widths and amplitudes. If atrial impulses reach the
ventricles only through additional paths, QRS complexes are continuous due to
presence of delta wave. If the impulses are spread through an atrioventricular node
that has temporarily left the state of refractoriness, then QRS complexes remain
narrow [7].

More often, atrial fibrillation (atrial flutter) is detected in patients with
additional left-sided pathways. During atrial flutter on the ECG, the correct
ventricular rhythm with wide cattle complexes (large delta waves) can be recorded.
Such an ECG simulates attacks of ventricular tachycardia. If a retrograde block
occurs in an additional 2:1 pathway, the number of ventricular complexes
decreases to 140-160 for 1 minute. Each additional flutter wave (1:1) through an
additional path increases the number of ventricular contractions to 280-320 for 1
minute. The duration of the anterograde effective period additionally is a factor
that determines the maximum frequency of the ventricular rhythm, which can be
achieved with atrial fibrillation or atrial flutter. A short effective refractory period
leads to frequent ventricular contractions with even shorter RR intervals. Frequent
and irregular activation of the ventricles in an unusual sequence leads to
ventricular fibrillation. The long anterograde effective refractory period of the
accessory pathway prevents the occurrence of lethal ventricular arrhythmias.

Pharmacological therapy in patients with WPW-syndrome is not specific. In
result of using antyarrhthmic agent positive effect is observed only in 50-85%.
However, overall amount of patients with WPW-syndrome is significant.
Medicament therapy must be realized with taking in account mechanism of action of
medications in respect of provoked factors (exatrasystoles etc.) and paths, which are
used for conduction of circulated impulses, that is to say it should be taken in
account refractivity and conductivity normal and additional pathways. Beside of, it

should be taken in account condition of atrial and ventricular myocardium [8,10].
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Treatment of reciprocal tachycardia in patients with syndrome preexitation

with narrow and wide QRS complexes has difference. Attacks of atrioventricular
reciprocating tachycardia, having re-entry mechanism with participation additional
Kent pathway and with narrow QRS complexes after using of verapamil are
interrupted in 90-95% of patients [2,3,5]. Bolus intravenous administration of
verapamil is administered in dose 10 mg (4 ml of 0,25% solution). It should be
taking in account, that verapamil has no effect in patients with WPW-syndrome
and atrial fibrillation. In this case using of verapamil is even dangerous. Due to
action of such calcium channel blocker agent causes diminishment of duration of
refractory period of additional pathway is occurred in result of restriction hidden
retrograde conductivity. Beside of, after administration of verapamil reflector
sympathetic effect is developed. This is conditioned by diminishment of arterial
pressure.

It should be taken in account, that using of verapamil in patients with WPW-
syndrome and atrial fibrillation or atrial flutter can lead to increasing of
conductivity across additional pathway. This can cause the transformation of atrial
fibrillation or atrial flutter in ventricular flutter or ventricular fibrillation [2,5,6,
16]. Thus intravenous administration of verapamil is allowed only for the treatment
of patients with atrioventricular reciprocal tachycardia with narrow complexes
QRS.

In patients with paroxysmal atrioventricular reciprocating (circular)
tachycardia digitalis and calcium channel blockers should be avoided [2,5,17].
Such agents as digoxin and verapamil in this arrhythmia can turn out to be
dangerous in WPW syndrome, since they raise the conductivity through additional
conductive pathways.

These agents caused the limitation of the retrograde conduction through
them. Digoxin is also capable directly to abbreviate the refractory period in tissue
of the additional conductive pathways [2,5,7]. Verapamil causes the increasing of
reflex sympathetic effect. This is conditioned the shortness of the refractory period

in the additional conductive pathways.
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For interruption of paroxysm of tachycardia in patients with WPW syndrome

intravenous administration of antiarrhythmical preparation of I class accordinning
to Williams’s classification — procainamide, disopyramide, gilurytmal (ajmaline),
allapinin or antiarrhythmical preparation of Ill class — amiodarone or sotalol are
used. [2,3,5,17].

In case of the paroxysm of atrial fibrillation in patients with WPW syndrome:

a) in high frequency of the ventricular contractions in connection with high
risk of the development of fibrillation of ventricles it is necessary urgently to
realize the electric cardioversion;

b) in the moderate increasing of the frequency of ventricular contractions for
termination of the paroxysm procainamide is administered intravenously. This
antiarrhythmic agent slows down the conductivity of additional pathway.

For preventive purpose for prophylaxis of paroxysms of tachyarrhythmia oral
administration of preparations of | class (procainamide, quinidine, disopyramide,
allapinin, gilurytmal) or 11l class — amiodarone are used. For preventive
maintenance of paroxysms the other antiarrhythmic agents of the class A are used.

Possibility of positive result after using antiarrhythmic agents is sufficiently
bigger in case of long duration of effective refractory period of additional pathway.
In patients with narrow QRS complex (in its duration <220 ms) there is high risk
transformation of atrial fibrillation in ventricular fibrillation. In case of its duration
> 220 < 250 ms there is relative risk such transformation, in such index > 250 <
300 ms there is possible risk and in > 300 ms — small risk [2,17].

It is impossible using of verapamil and digoxin in patients with WPW
syndrome in combine with atrial fibrillation, since they are capable to raise the
frequency of cardiac contractions and hereunder to enlarge the risk of the
transformation of atrial fibrillation in ventricular fibrillation. Diltiazem and B-
blocker drugs should be avoided too.

In case of absent of the effect after administration of agents of I class
antiarrhythmic agents of Il class is used, in particular amiodarone intravenously as

bolus in dose 5 mg/kg of mass of the body during 3-5 minutes. Amiodarone is
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capable to lengthen as retrograde, so and anterograde efficient refractory period of

the additional pathways. Amiodarone may be administered also as bolus in the
same dose during for longer period, having the duration 15-20 minutes. Such bolus
administration with slower rate of administration is need for prevention of the
reduction of the arterial pressure [11,13,15].

Efficiency of amiodarone in patients with atrioventricular reciprocating
paroxysmal tachycardias is conditioned not only its influence upon AV-node. In
some patients (in nearly 50% of patients) amiodarone causes the lengthening of the
retrograde effective refractory period of the additional pathways. Amiodarone has
antiarrhythmic effect thanks to simultaneous holding up influence on retrograde
and anterograde knee of re-entry loop. In general, in the case of single intravenous
administration of amiodarone paroxysms of atrioventricular reciprocating
tachycardia were interrupted in 75-80% of patients [2,11,15].

After therapy with help amiodarone interruption of tachycardia (the
orthodromic and antidromic) is occurred in more rare cases in comparison with
antiarrhythmic agents of I A subclass. For treatment of reciprocating paroxysmal
tachycardias preparations of plant origin — gilurytmal and allapinin have high
efficacy.

Termination of paroxysmal tachycardia in patients with premature excitation
of ventricles can be achieved after administration of antiarrhythmic agents of IC
subclass, in particular after using of propafenone and encainide. However,
treatment with help these agents quite often bring about appearance of
arrhythmogenic action. Thanks to arrhythmogenic effect of antiarrhythmic agents
of IC subclass in some cases it is possible even the appearance lethal result.

For therapy of atrial fibrillation (flutter) in patients with WPW syndrome
antiarrhythmic agents of agents of I A subclass (quinidine, procainamide,
disopyramide) and III class (amiodarone, sotalol) can be useful [2,3,11,15].
Combined therapy with help the antiarrhythmic agents of I class and III class

simultaneously is not used. Treatment with help of lidocaine is inefficient [2, 17].
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The immediate cardioversion should be used for termination of paroxysmal

tachycardia in case of inefficacy of medicinal therapy. The electric cardioversion
Is for the best also for interruption of this disorder of cardiac rhythm in connection
with risk of development of deterioration of the circulatory dynamic.

For warning of recurrence of paroxysm of atrial fibrillation in patients with
WPW syndrome amiodarone is the best antiarrhythmic agent. Sufficient
antiarrhythmic effect for termination and prevention paroxysmal tachycardia in
patients with syndrome of preexitation of ventricles is achieved after using such
agents as allapinin and gilurytmal, which have plant origin [2,3].

In patients with premature excitation by Mahaim type the accelerated phase
of atrioventricular conduction begins below the upper part of atrioventricular node.
The upper part of AV-node provides the slow conduction of nerve impulses. In this
connection the P-R interval remains normal. In consequence of current of part of
impulses through the Mahaim filaments premature excitation is appeared in the
certain part of ventricle. On ECG A-waves in initial part of the QRS complex
reflects the premature excitation. The expansion of the QRS complex is typical too
[2,3,6-8]. This form of arrhythmia is occurred seldom in comparison with other
types of preexitation.

In rear cases it is possible the appearance of supraventricular tachycardia in
patients with premature excitation by Mahaim type. It is considered that re-entry in
the Mahaim filaments can be a reason of the origin of tachycardia. The
combination of the different variants of node-ventricular filaments or the fascicle-
ventricular filaments, in particular combination of the Mahaim filaments with
James tract can be occurred. In this case the reason of tachycardia is re-entry
through the Mahaim bunch and the James bunch.

In case of absence of effect after using antiarrhythmic for interruption of the
current of impulses through additional pathways of conduction the method of their
radio-frequency catheter ablation (destruction) is used [12,14]. This destruction is
realized during the electrophysiological study by means of electrodes, which were

introduced transcutaneously. The indications for this way of the treatment are the
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steady supraventricular tachycardia, tolerance to the medicinal treatment, the bad

bearableness of the antiarrhythmic agents, the high risk of sudden death in case of
atrial fibrillation with high frequency of the cardiac contractions [6-8].

The treatment of paroxysmal tachycardia with narrow QRS complexes in
patients with CLC syndrome is similar to treatment of this disorder of the rhythm
in patients with WPW syndrome. For treatment of the reciprocating tachycardias
with wide QRS complexes the main importance has anterograde blockade of the
additional pathways [7,8]. Efficiency of therapy by antiarrhythmic agents of I class
in accordance with V.Williams classification depends on duration of effective
refractory period of the additional pathways.

Efficiency of treatment with help procainamide, allapinin and gilurytmal is
80-90% if the anterograde refractory period of the additional pathway is < 270
milliseconds (ms). In case of short refractory period of the additional pathway <
270 ms blockade of the additional pathway by means of these antiarrhythmic
agents, was caused only in 5-10% of patients. That is why possibility of positive
result after using of antiarrhythmic agents is depended from duration of effective
refractory period the additional pathway.

In patients with premature excitation by Mahaim type the accelerated phase
of atrioventricular conduction begins below the upper part of atrioventricular node.
The upper part of AV-node provides the slow conduction of impulses. In this
connection the P-R interval remains normal. In consequence of current of part of
impulses through the Mahaim filaments premature excitation is appeared in the
certain part of ventricle. On ECG A-waves in initial part of the QRS complex
reflects the premature excitation. Beside of, the significant expansion of the QRS
complex is typical. This form of arrhythmia is occurred seldom in comparison with
other types of preexitation. In rear cases it is possible the appearance of
supraventricular tachycardia in patients with premature excitation by Mahaim type
[7,8].

It is considered that re-entry in the Mahaim filaments can be a reason of the

origin of tachycardia. The combination of the different variants of node-ventricular
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filaments or the fascicle-ventricular filaments, in particular combination of the

Mahaim filaments with James tract can be occurred. In this case the reason of
tachycardia is re-entry through the Mahaim and the James bunches. Preparations of
choosing for treatment patients with premature excitation by Mahaim type and
paroxysmal supraventricular tachycardia are amiodarone and gilurytmal.

Conclusions

1. For termination of disorders of cardiac rhythm in patients with syndromes
of preexitation of ventricles intravenous administration of antiarrhythmic
preparation of 1A subclass (procainamide, disopyramide, gilurytmal, allapinin) or
antiarrhythmical preparation of 111 class — amiodarone can be useful.

2. Abovementioned antiarrhythmic agents can be administered orally for
preventive purpose for prophylaxis of paroxysmal tachyarrhythmia in patients with
syndromes of preexitation.

3. Sufficient antiarrhythmic effect for termination and prevention
paroxysmal tachycardia in patients with syndrome of preexitation of ventricles is
achieved after using such agents as allapinin and gilurytmal, which have plant
origin.

4. For suppression of attacks of atrioventricular reciprocating tachycardia,
having re-entry mechanism with participation additional Kent pathway and with
narrov QRS complexes, sufficient efficacy has calcium channel blocker agent
verapamil.

5. It is impossible using of verapamil for interruption of atrial fibrillation or
atrial flutter in patients with WPW-syndrome. In this case using of verapamil is
even dangerous since this preparation raises the conductivity through additional
conductive pathway.

6. Other drugs, which cause the acceleration of conductivity of nerve
Impulses in additional pathways (cardiac glycosides, B-blocker agents, for example
propranolol) are contraindicated for treatment of disorders of cardiac rhythm in

patients with syndrome of preexitation of ventricles.
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Pesrome
Meroro pocnimkeHHss OyB aHajdi3 MOXJIMBOCTI BHKOPHCTAHHS PI3HUX
AHTHAPUTMIYHUX TIPEnapariB JUisl Tepamii pi3HUX MOPYIICHb PUTMY Y XBOPHX 3
CUHAPOMOM Tiepen30y/pKeHHsT NUTyHOUYKiB. HalOinmpm TumoBMMHU po3namamu
PUTMY Y XBOPUX 3 CHHAPOMOM TIPEEKCHUTAIlli € OPTOIPOMHA PEIHUIMPOKHA
CYNpPaBEHTPUKYJSIPHA TaxiKap/is, aHTHAPOMHA CYNPaBEHTPUKYJISIpHA TaxXiKapmis,
G10puIIsiIis Ta TPINOTiHHSA nepeacepb. Ilin yac npuctyny Ttaxikapaii y XBopux 13

CUHJIPOMOM TMPEEKCUTAalll MOXYThb BHHUKHYTH PI3HI KJIIHIYHI CHUMIOTOMH.
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Po3BUTOK Takoi Taxikap[ii HEPIAKO € MPUYMHOIO BUHUKHEHHS PamlTOBOi CMEpTI.
OCHOBHMUM ME€XaHI3MOM ii PO3BUTKY € LHUPKYJALIS XBHII 30yIKEHHS 4epes
aTPIOBEHTPUIYJSIPHUN BY30J]1, TOAATKOBUN NUISAX, MEPENCEpas Ta MUTYHOUKHU, SIKAN
HA3MBAETHCS MEXAHI3MOM MaKpOpPEEHTPI.

JIist KynipyBaHHsI IPUCTYIIIB aTPIOBEHTPUKYIISAPHOT PELIMIPOKHOT TaxXiKapii
y xBopux 13 WPW cungpomom Ta i3 By3bkumu komriuiekcamu QRS Onoxatop
KaJbII€EBUX KaHaJiB BepanaMil mae epekTUBHICTb y 95% xBopux. OgHak s
JIKyBaHHS  XBOpUX 3 IIMpokuMu Komiwiekcamu QRS  Bepanmamin €
NPOTHUIIOKA3aHUM. J[J1s1 TIKyBaHHS JAHOTO MOPYIICHHS PUTMY CEpPLIEBi TITIKO3UAM €
T K TPOTHIOKAa3aHWMH. Bepamamin Ta cepreBi TIKO3WAM HE MOXKHA
3actocoByBaTH y xBopux 3 cuHapomom WPW Ta ¢ibpuinsdiieto (TpImOTIHHSAM)
nepencepab. s Tepamii ¢iOpuiisAnii (TpIMOTIHHA) TEpencepAb y XBOpUX 13
cugapomom WPW wmoxyTh OyTH BHKOPHCTaHI aHTHapuTMiuHi npernapatd [ A
nigkaacy (XiHiAuH, TpoKaiHamia, Au3omipaMiny, mpormadeHoH) Ta npemnapata 111
kiacy (amiomapoH, cotanon). s kymipyBaHHS MapOKCH3MadbHOI Taxikapiii y
XBOpHX 13 CHHAPOMOM TNepeA30y/KeHHS IUIYHOYKIB aHTHAPUTMIYHI JIIKapChKi
3aco0M POCIMHHOTO TIOXO/DKEHHS (TUIypUTMaJI 1 ajamiHiH) MailoTh BHCOKY
e(hEeKTUBHICTbh 1 TOMY € TIpenapaTamMu BUOODY.

Jlns KymipyBaHHsS TApOKCHU3MaIbHOI Taxikapaii y XBOPHUX 13 CHHAPOMOM
nepea30y/DKeHHS  IUTYHOYKIB  MOXe OyTH  JIOCATHYTE TIICAS  BBEACHHS
anTHaputMiuHux npenaparie IC migkimacy, B OCOOJHMBOCTI 3aCTOCYBaHHS
nponadeHoHy Ta eHkaiHuay. OJHaK 3acTOCyBaHHS IIMX HpenapariB JIOCTATHHO
4acTO MPU3BOIUTH JI0 MOSBU APUTMOTEHHOTO €(PEKTY.

3acTocyBaHHSI CEpIEBUX TIIKO3HAIB Ta [-aJpeHepriyHuX OJI0KaTOPiB,
HANPUKIIAJ MPOMPATIONIONy Y XBOPUX 13 CHHAPOMOM MPEEKCUTAIlll € HEMOXKIIUBUM,
OCKUTBKM 1[I JIIKAPCHKI 3aCO0M TMOKPAIIYIOTh MPOBIAHICTH IO JOJATKOBOMY
OPOBIJHOMY HUIAXY. Y XBOPUX 13 MapOKCHU3MAIbHOIO AaTPHOBEHTPHUKYJISPHOIO
PEUUIIPOKHOI (IUPKYISPHOIO) TaXiKapAl€r MpenapaTd JUTITAIICy Ta Bepamnamil

MOBUHHI OyTH BHKJIOYEHI, TOMY IO BOHM € HEOE3MEUYHUMH Yy XBOpHUX 13
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cugapomMoM WPW, oCKUIbKM miciis iX 3aCTOCYBaHHSI 30UIbLIYETHCS IIBUAKICTH
MPOBIIHOCTI MO TO0AATKOBUM HUISIXaM.

Knwouosi cnosa: aputmii cepus, CUHAPOM NepeA30yMKEHHS, PI3HI aHTH
apuUTMI4HI 3aco0u, panToBa CMEpPTh, apPUTMOI€HHA Jis, MapOKCHU3MalbHI
TaxlapuT™ii.

Resume

The goal of investigation was analysis of possibility of using of different
antiarrhythmic agents in patients with syndrome preexitation and disorders of
cardiac rhythm. Most typical disorders of cardiac rhythm in patient with syndrome
preexitation are ortodromic reciprocating supraventricular tachycardia, antidromic
supraventricular tachycardia, atrial fibrillation and atrial fibrillation. During attack
of tachycardia in patients with syndrome of preexitation can be different clinical
symptoms. They can range from mild palpitation to syncope. This tachycardia can
be even reason of sudden cardiac death. Main its mechanism is macroreentrant
circuit involving the AV-node, the additional pathway, the atrias, the ventricles.

Attacks of atrioventricular reciprocating tachycardia in patients with WPW
syndrome and with narrow complexes QRS calcium channel blocker verapamil has
efficacy in 95% of patients. However, for treatment this arrhythmia with wide
complexes QRS verapamil is contraindicated. Beside of, it should be taken in account
that treatment of this type of cardiac arrhythmia cardiac glycosides are forbidden
also. Verapamil and cardiac glycosides are contraindicated for termination of
arrhythmia in patients with WPW syndrome and such disorders of cardiac rhythm
as atrial fibrillation (flutter). For therapy of atrial fibrillation (flutter) in patients with
WPW syndrome antiarrhythmic agents of agents of 1 A subclass (quinidine,
procainamide, disopyramide, propafenone) and III class (amiodarone, sotalol) can
be useful. For interruption of paroxysmal tachycardia in patients with syndrome
preexitation antiarrhythmical preparations of plant origin (gilurytmal and allapinin) have
high efficacy.

Termination of paroxysmal tachycardia in patients with premature excitation

of ventricles can be achieved after administration of antiarrhythmic agents of IC
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subclass, in particular after using of propafenone and encainide. However,

treatment with help these agents quite often bring about appearance of
arrhythmogenic action.

It is impossible using in preextation syndrome and cardiac arrhythmias
drugs, which cause the acceleration of conductivity of nerve impulses in additional
pathways (cardiac glycosides, B-blocker agents, for example propranolol). In patients
with paroxysmal atrioventricular reciprocating (circular) tachycardia digitalis and
calcium channel blockers should be avoided. Such agents as digoxin and verapamil
in this arrhythmia can turn out to be dangerous in WPW syndrome, since they raise
the conductivity through additional conductive pathways.

Key words: cardiac arrhythmias, syndrome preexitation, different
antiarrhythmic agents, sudden death, arrhythmogenic action, paroxysmal

tachyarrhythmias.



