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ÖZET 

ATRİAL FİBRİLASYONDA YENİ GÖRÜŞLER 

Atrial fibrilasyon insanlarda en sık görülen kardiak aritmilerden biridir ve sebebi halen tam olarak 
anlaşılamamıştır. Bu makalede atrial fibrilasyonun sebebi ve kesin tedavi seçeneklerinin bazı çözüm 

yollarını gözden geçirdik. 
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SUMMARY 

Atrial fibrillation, one of the most common cardiac arrhytmias in human, is maintained by 
mechanisms not yet fully understood. In this article, we reviewed many of these new avenues for 

unravelling the nature of the atrial fibrillation and the consequent possibilities for radical treatment. 
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INTRODUCTION 

Atrial fibrillation (AF) is easily and frequently 
diagnosed in clinical medicine by electrocar­
diogram (1). The overall prevalence of AF in 
industrialized countries is about 0.4 to 0.9%, 
and the incidence is heavily age-dependent 
rising about 0.1 % to 0.2% per year over the 
age range 40-90 years (1,2). The prognostic 
significance of AF is due to an almost doubled 
mortality rate compared with patients in sinus 
rhythm, and to the well-established increased 
risk of thromboembolic complications, mainly 
stroke (3). 

ELECTROPHYSIOLOGY 

Abnormalities in atrial electrophysiology and 
structure are important for the clinical deve-
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lopment of AF. Chronic AF is often preceded 
by episodes of paroxysmal AF (4). Cox et al. 
(5) documented multiple wavelets wandering
around both natura! anatomical obstacles and
functional arcs of conduction block, while in
some cases the wavelets seemed to be off­
springs of a single reentrant circuit. In Cox
study no evidence for micro-reentry or focal
automaticity was found and it was concluded
that AF was maintained on the basis. of macro­
reentry. The increased intra-atrial pressure and
higher oxygen consumption during fibrillation
may explain changes in the atrial myocardium
and progressive fibrosis (6).

CLINIC 

Development of AF is associated with loss of 
AV synchrony and irregular heaıi rate. (7). 
When studying patients with paroxysmal attacs 



of AF, they reported that two opposite patterns 

and mechanisms could be identified (vagal and 
sympathetic) and they often interacted (8,9). 
Vagal and adrenergic paroxysmal AF are easy 

to identify provided one carefully considers the 
clinical history and pays attention to heart rate 
changes prior to the arrhytmia onset (1 O) 
(Table I.). 

Table I. Clinical differences between vagally mediated and adrenergically mediated atrial fibrillation. 

Vagally mediated AF 
Male predominance, age 30-50 
Absence of structural heart dis. 
Attacs at night, never in the morn­
ning favored by rest, alcohol, digestion 
Mixed picture of atrial flutter/ AF 
Vagal maneuvers may induce AF 

B-blockers/digoxin

Contraindicated type WIC( except pro­
pafenon) and lor amiodarone
Atrial pacing may be useful

THEURAPEUTIC CONSIDERATION 

The advent of shock treatment using direct 
electric current to restore sinus rhythm in 
patients with atrial fibrillation created a 
completely new situation for the treatment of 
this disorder (11). It was no longer necessary 
to rely upon the uncertain effect of quinidine in 
large and increasing doses for restoration of 
normal heart beat (11 ). For a long time; howe­
ver, quinidine, has been the mainstay of 
therapy for keeping the sinus rhytm, once res­
tored through the DC chock (12). Other newer 
antiarrhythmic drugs, and in particular amio­
darone, have been advocated in this situation 
(13). 

Oral theophylline as an effective therapy in 
most patients with AF and a slow ventricular 
response and suggest that initial dosage of the 
drug should be 500 to 600 mg daily; it can be 
then slightly decreased or increased according 
to the clinical course. Serum theophylline le­

vels should be >5 ng/ml; with lower values, the 
effects of the drug on heart rate unreliable; 
furthermore, to prevent side effects of the drug, 

the serum concentration should not be >15 
ng/mL (14). 

The best and most appropriate stroke preven­

tion in AF remains a challenge, but so far clear 
guidelines for the use of warfarin have emer­
ged. Every patient is subjected to an individual 

risk factor evaluation, and the well-established 
absolute and relative contraindications for 

Adrenergic AF 
No sex or age predominance 
Any cardiovascular disease 
Attacs occuring at daytime, 
favored by stress, exercise 
Mixed picture of atrial tachycardia/AF 
Cathecolamines may induce AF 

B-blockade±digoxin:indicated±type

IA/IC drugs (propaf.) ±amiodarone

No indication for atrial pacing 
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warfarin observed, and a modestly aggressive 
warfarin regimen is used, i.e., target INR 2.0-
3.0, and finally, the major bleeding compli­
cations can be kept as low as in the reported 
trials, under 1.3% per year (1). In nonvalvular 
AF are found high embolization risk, espe­
cially in patients with hypertension, diabetes 
mellitus, prior stroke or transient ischemic 
attack (1). In all other heart disease are pos­
sible risk factors for embolic risk. 

Not surprisingly, beta-blocking drugs are not 
useful in treating most cases of paroxysmal 
idiopathic AF, while by contrast, patients its 
heart disease do benefit from beta-blockers and 
or digoxin (10). This notion is important 
because it has positive as well as negative 
implications. In other words, beta-blockers or 
digoxin are not just indicated in vagal atrial 
fibrillation, but they are absolutely contrain­
dicated; they tend to precipitate the 
arrhytmhmia and to diminish the efficacy of 
traditional antiarrhythmic treatment (1 O). 

In conclusion, we believe that AF is still an 
important health problem and new therapeutic 
strategies should be investigated. 

REFERENCES 

1. Godtfredsen J: Atrial fibrillation: epide­

miology, pathogenesis and natura/ history.

Am J Med 1993, Cont Educ Series (JE

Dalen, ed. Atrial fibrillation and its seque­

lae, pt.1):5-10.



2. Kannel WB, Wolf PA: Epidemiology of

atrial fibrilation. In: Faik RH, Podrid Pj

( eds.): Atrial fibrillation: Meehanisms and

management, Raven Press, NY, p 81, 1992

3. Cairns lA, Connoly Sj: Nonrheumatie at­

rial fibrillation: risk of stroke and role of

antitrombotie therapy. Cireulation 84:

469, 1991

4. Godtfredsen 1: Atrial fibrillation: etiology,

eourse and prognosis. A follow-up study of

1,212 eases. Dr Med thesis, Univ. Copen­

hagen, Munksgaard, 1975

5. Cox lL, Canavan TE, Sehuessler RB, Cain
ME, Lindsay BD, et al: The surgieal

treatment of atrial fibrillation. II. Intra­

operative eleetrophysiologye mapping and

deseription of the eleetrophysiologie hasis

of atrial flutter and atrial fibrillation. l

Thorae Cardiovase Surg 101: 406, 1991

6. White CW, Cerber RE, Weiss HR, Mareus
ML: The effeets of atrial fibrillation on at­

rial pressure-volume and flow relation­

ships. Cireulation 72:250, 1985

7. Lundström T: Management of patients with

atrial fibrillation. Thesis, Stoekholm. Rep­
roprint, I 992

69 

8. Coumel P, Attuel P, Leclereq lF, Frio­

eourt P: Arhytmies aurieulaires d'origine

vagale ou eateeholergique: effeets eompa­

re du traitment beta-bloquant et phenome­

na de d'eehappement. Areh Mal Coeur

750: 373, 1982

9. Coumel P:Neural aspeets of paroxysmal

atrial fibrillation. ln:Falk RH, Podrid Pl
( eds.): Atrial fibrillation: Meehanisms and

management, Raven Press, NY, p I 09,

1992

10. Coumel P, Olsson SB, Allessia MB, Camp­

bell RWF: Atrial fibrillation: Mechanisms

and therapeutie strategies, Futura Publis­

hing Co., !ne., Armonk, NY, 1994

11. Werkö L: Atrial fibrillation: Introduetion.

Futura Publishing Co., ine., Armonk, NY,

1994

12. Murgatroyd MD, Camm Al: Atrial arrhyt­

mias. Laneet 341:1317, 1993

13. Goselink ATM, Crijns HlGM, Van Gelder
IJ, Hillige H, Wiesfeld ACP, et al: Low­

dose amiodarone for maintenanee of sinus

rhytm after eardioversion of atrial fibrilla­

tion or flutter. lama 267:3289, 1992
14. Rall TW:The methylxanthines. in: Gilman

AG, Goodman LS (eds):MCMillan Publis­

hing CO., New York, p 589, 1985


