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Introduction
The coronary sinus (CS) is the cardiac venous system that begins at its ostium in the right
atrium and ends at the origin of the great cardiac vein.1,2,3 The major tributaries of the CS
include the great cardiac vein (anterior cardiac vein), the left obtuse marginal vein, the posterior
(or inferior) left ventricular vein, the middle cardiac vein, and the right coronary vein. In
addition, atrial veins and, notably, the vein of Marshall (or oblique left atrial vein) also enter the
coronary sinus.1,2,3
From the perspective of electrophysiologists, the CS represents an anatomical structure of
particular interest. First, it provides access to epicardial atrioventricular pathways.4,5 and
arrhythmogenic foci of both atrial6 and ventricular arrhythmia.7,8 Second, it represents by itself a
potential source of atrial arrhythmia.9,10,11,12,13,14
The arrhythmogenic potential of the thoracic veins in general has been recognised since
the 1970s.15,16 Atrial arrhythmias can originate in the pulmonary veins,17 the superior vena
cava,18 and the CS. Indeed, biatrial flutter,19,20 left atrial tachycardia,9,10 and atrial fibrillation12,14
involving the distal CS have been well described. There is now evidence that the CS apart from
participating in arrhythmia circuits, such as in the slow-slow form of atrioventricular nodal
reentrant tachycardia21 and atrioventricular reentrant tachycardia due to accessory
pathways,22,23,24,25,26 may itself be a source of apparently atrial arrhythmia. In patients with
paroxysmal atrial fibrillation apparently originating from the left superior or inferior pulmonary
vein, detailed epicardial mapping through the distal coronary sinus might identify epicardial
location of the arrhythmogenic focus.6 Therefore, the search for foci of abnormal automaticity
within the CS should be part of the electrophysiologic evaluation of left atrial arrhythmias.13
The Ligament of Marshall
A potential source of arrhythmia at the CS is the area of the ligament of Marshall. The
ligament of Marshall is a left atrial epicardial neuromuscular bundle that has been associated
with the genesis of atrial tachyarrhythmias and AF.27,28
In 1850, at The Royal Society in London, J. Marshall presented a description of a
"vestigial fold of the pericardium" in the back of the auricle, running from the region of the left
superior pulmonary vein to the coronary sinus.2 During embryonic cardiac development the
tributary veins of the left sinus horn are successively obliterated so that, at the 10th week, the
distal part of the left sinus horn remains as the oblique vein of Marshall and the remaining
proximal horn becomes the coronary sinus.2,29 Occasionally, a left superior caval (cardinal) vein
persists and drains to the coronary sinus. Normally, there is only a remnant of the left superior
vena cava that persists as a fibrous cord coursing along the left side of the parietal pericardium,
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overlying the left pulmonary artery and joining the heart at the roof of the left atrium. This
fibrous structure is readily recognised during cardiac operations and is known as the ligament of
Marshall.30 The ligament courses in the AV groove at the base of the left atrial appendage and
leads to the earliest tributaries of the coronary sinus. This transition from a ligamentous structure
to a vein occurs in the region between the left superior pulmonary vein and the base of the left
atrial appendage. This is the corresponding atrial endocardial location for the tip of an
electrophysiology catheter advanced to the "wedge" position as far as distal as possible in the
coronary sinus, and, consequently, to the origin of the ligament of Marshall (Fig. 1).

Figure 1. Positioning of the mapping electrode at the distal (superoposterior) CS at the
epicardial aspect of the left superior pulmonary vein. Left anterior oblique 300 projection.
Reproduced with kind permission from Katritsis et al. J Cardiovasc Electrophysiol 2002;
13:859-862; Blackwell Publishing.
The ability of this structure to produce automatic activity during sympathetic stimulation
was described more than a century later than its initial description. Doshi et al,28 in an animal
study, clearly demonstrated that the ligament of Marshall is rich in sympathetic innervation and
isoproterenol infusion may induce automatic activity from it; this sensitivity to isoproterenol is
upregulated following long-term rapid pacing and may contribute to development of AF. Thus,
this area may not only act as a trigger of AF paroxysms but may also result in sufficient
electrical remodelling of the atria and persistent AF.
We and others12,31 have demonstrated that electrical activity of ligament of Marshall
tissue can be identified in the human by epicardial or endocardial recording of discrete
potentials, and that these potentials can be selectively abolished by catheter ablation (Fig. 2).
Our group has also shown that combined epicardial and endocardial ablation through the
coronary sinus and the left atrial endocardium is necessary in order to abolish the electrical
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activity of the presumed extracardiac and intracardiac components of this tissue. Abolition of
this activity may significantly reduce the frequency of paroxysms of adrenergic AF and confer
considerable symptomatic improvement. Kim et al,32 based on anatomical observations on
postmortem human hearts, have recently suggested that the complex pattern of ligament of
Marshall myocardial tract insertions into the left atrial free wall may necessitate an endocardial
ablation approach with energy delivery to the lower part of the left atrium. Our observations todate indicate that although such an approach should be part of the ablation procedure, it may not
be enough without ablation of the extracardiac component. This is in keeping with observations
from the surgical Maze where total isolation of the pulmonary veins has not been found enough
to prevent AF unless coronary sinus cryoablation is accomplished.33

Figure 2. Following a sinus beat, spontaneous atrial ectopy from the ligament of Marshall
area induces atrial fibrillation.
HRA: high right atrium, His: His bundle, CS: coronary sinus, map: trans-septally
introduced catheter just below the os of the left superior pulmonary vein and oriented
towards the coronary sinus catheter (endocardial approach of the area of the ligament of
Marshall).
Reproduced with kind permission from Katritsis et al. J Cardiovasc Electrophysiol 2001;
12:750-758; Blackwell Publishing.
According to our experience, cannulation of the area of the ligament of Marshall is not
always possible with conventional ablation catheters. Our method requires full engagement of
the distal coronary sinus with the ablation catheter and this is usually possible in approximately
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half of the cases. Furethermore, delivery of radiofrequency current at this area is not always
feasible due to impedance rises in case of a wedged electrode. Thus, the epicardial approach may
not be applicable to a considerable proportion of patients.
The Role of Coronary Sinus Musculature
Arrhythmias originating within the CS or cardiac veins have also been attributed to atrial
musculature extending into these structures. Striated myocardial connections between the
venous wall of the CS and the left atrium have been described both in animal and human
necropsy studies.34,35 The myocardial sleeve around the coronary sinus is composed of bands of
muscle from the left atrial wall as well as from the right atrial wall.36 The sleeve usually does not
extend to other veins, although occasionally it may cover the adjacent 2 to 10 mm of the great
cardiac vein.37
Myocardial connections between left atrium, pulmonary vein and CS musculature can be
identified epicardially, through the CS or following a pericardiocentesis, by recording double
potentials or fractionated electrograms indicative of delayed conduction.11,38,39 We have recently
shown that recording of double potentials is possible within the CS, particularly at its distal,
superoposterior part, near the left superior pulmonary vein (Fig. 3). Their prevalence is higher in
patients with PAF than in subjects with other or no arrhythmias and their presence denotes
possible sources or substrate for atrial arrhythmia.11

Figure 3. Double potentials are clearly recorded in the CS and the left superior pulmonary
vein during CS os pacing. Please note clearly separated signals in dCS (CS 1-2) and
fractionated activity in pCS (CS 3-4).
RA: pacing catheter at right atrium, His: His bundle electrogram, CS: coronary sinus,
LSPV: mapping electrode at the ostium of the left superior pulmonary vein.
Reproduced with kind permission from Katritsis et al. J Cardiovasc Electrophysiol 2002;
13:859-862; Blackwell Publishing.
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The demonstration of double potentials with pacing-dependent interpotential delay,
clearly suggests the possibility of conduction delay at the distal CS-LA connection. This
supports the reported association of this area with the initiation of paroxysms of AF as well as
macroreentrant arrhythmias. Delayed conduction at this particular site might provide the
substrate for local micro-reentry or serve as a component of a macro-reentrant circuit of biatrial
flutter or atrial tachycardia.9,10,19 Our results also showed that double or fractionated potentials
within the CS and in particular at the distal area, may be recorded in the human regardless of a
clinical history of PAF. Thus, these potentials are not totally specific for PAF; their prevalence,
however, is significantly higher in patients with PAF than in patients with other or no
arrhythmias.11
If the multicomponent electrogram pattern as well as the potential arrhythmogenicity of
the CS are due to myocardial connections, recording of double or fractionated potentials should
not be possible in venous structures such as great cardiac vein and middle cardiac vein that lack
a myocardial sleeve. We studied this hypothesis in our laborotary by subjecting 20 patients to
catheter mapping of the CS, the middle cardiac vein, and the great cardiac vein. At conventional
mapping during sinus rhythm and high right atrial pacing, discrete double potentials or
fractionated electrograms were recorded during left, right atrial and CS pacing at the CS ostium,
mid-CS, and distal CS-ligament of Marshall area, in 2 (10%), 1 (5%), and 9 (45%) patients,
respectively, whereas no patient displayed such signals in the cardiac veins (p<0.001). The
pattern of circumferential muscle activation within the proximal CS was also studied with a
circular mapping catheter (Lasso 12 mm). Proximal CS mapping with the Lasso was
accomplished in 10 patients, 7 of whom had no evidence of multicomponent potentials in the
CS at conventional mapping. Specific CS potentials dissociated from the atrial electrograms
were recorded in all patiens with the use of circumferential mapping. The perimetric distribution
of electrograms within the CS suggested an oblique course of conduction across the CS
musculature (Fig. 4).
It seems therefore that employment of more sensitive mapping techniques such as
perimetric mapping, can disclose the universal existence of muscular activation around the CS
in all patients tested. In addition, the pattern of activation is similar to this described by
Haissaguerre et al17 in the pulmonary vein and by Goya et al41 in the SVC, probably reflecting
the peculiar anatomy of myocardial extensions surrounding venous structures in the heart.
According to von Ludinghausen’s42,37 descriptions of the CS muscle coat as viewed from the
epicardial side of the heart, the CS musculature courses across the AV groove in an oblique
way. Thus an oblique rather than circular pattern of conduction should be responsible for the
observed distribution of electrograms. We can speculate, therefore, that what we recorded is a
combination of longitudinal conduction along the CS axis through the adjacent atrial
endocardium with oblique conduction of CS musculature across the CS.
Extensive mapping of the distal, superoposterior part of the CS is technically difficult
and at times impossible. Interestingly, despite conventional beliefs, in adults, venous luminal
diameter is not a cause of obstruction to the passage of 6 or 7F catheters in the distal coronary
sinus.43 Our results, in keeping with post-mortem observations,42 support this view. It has been
shown, both in cadaveric hearts and in clinical studies, that in the majority of the cases a first
obstacle is the presence of the valve of Vieussens, and, once this has been negotiated, half of the
attempts fail due to acute bending of the great cardiac vein. We have been systematically trying
to map the great cardiac vein in all our electrophysiology cases the last 3 years and, despite the
fact that the tributaries of the coronary sinus and of the anterior cardiac veins are very
variable,42,44 our success rate now approaches 40%.
In conclusion, the discussed observations provide the rationale for the reported
arrhythmogenicity of the CS itself. They support the view that atrial myocardial extensions into
cardiac venous structures provide the substrate for potential arrhythmogenicity. In addition, they
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suggest that detailed mapping of venous structures such as the CS should be considered when
assessing patients with tachyarrhythmias of apparently left atrial origin.

Figure 4. Circumferential muscle activation pattern within the coronary sinus during
coronary sinus pacing. There are fused signals in bipoles 1-2, 3-4, and 9-10. Following the
last paced beat (220 msec), there is atrial capture as indicated by the atrial electrogram in
the His and left atrial electrodes, but the sharp potentials that were obvious in bipoles 5-6,
and 9-10 have now disappeared, thus probably representing CS musculature potentials.
I: lead I of surface ECG, GCV: great cardiac vein, LA: left atrium, at the left superior
pulmonary vein ostium, His: His bundle electrogram, L: Lasso catheter.
Reproduced with kind permission from Katritsis et al. J Interv Cardiac Electrophysiol
2004; 10: 1-8; Kluwer Academic Publishers
References
1. von Ludinghausen M. Clinical anatomy of cardiac veins, Vv. cardiacae. Surg Radiol Anat
1987;9:159-68
2. Marshall J. On the development of the great anterior veins in man and mammalia: including
an account of certain remnants of foetal structure found in the adult, a comparative view of these
great veins in the different mammalia, and an analysis of their occasional peculiarities in the
human subject. Philos Trans R Soc Lond 1850: 140: 133-169.
3. Ortale JR, Gabriel EA, Iost C, Marquez CQ. The anatomy of the coronary sinus and its
tributaries. Surg Radiol Anat 2001;23:15-21
Indian Pacing and Electrophysiology Journal (ISSN 0972-6292), 4(4): 176-184 (2004)

Demosthenes G. Katritsis, “Arrhythmogenicity of the Coronary Sinus”

182

4. Haissaguerre M, Gaita F, Fischer B, Egloff P, Lemetayer P, Warin JF. Radiofrequency
catheter ablation of left lateral accessory pathways via the coronary sinus. Circulation.
1992;86:1464-8.
5. Giorgberidze I, Saksena A, Kroll RB, Mathew P. Efficacy and safety of radiofrequency
catheter ablation of left-sided accessory pathways through the coronary sinus. Am J Cardiol
1995;76:359-65
6. Katritsis D, Ioannidis JPA, Giazitzoglou E, Korovesis S, Anagnostopoulos CE, Camm AJ.
Epicardial origin of atrial ectopy apparently originating from the left pulmonary veins:
implications for the treatment of paroxysmal atrial fibrillation. J Cardiovasc Electrophysiol
2002; 13: 319-323
7. Stellbrink C, Dien B, Schauerte P, et al. Transcoronary venous radiofrequency catheter
ablation of ventricular tachycardia. J Cardiovasc Electrophysiol 1997;8:916-21.
8. de Paola AA, Melo WD, Tavora MZ, Martinez EE. Angiographic and electrophysiological
substrates for ventricular tachycardia mapping through the coronary veins. Heart. 1998;79:5963.
9. Pavin D, Boulmier D, Daubert JC, Mabo P. Permanent left atrial tachycardia: radiofrequency
catheter ablation through the coronary sinus. J Cardiovasc Electrophysiol 2002;13:395-8
10. Volkmer M, Antz M, Hebe J, Kuck KH. Focal atrial tachycardia originating from the
musculature of the coronary sinus. J Cardiovasc Electrophysiol 2002;13:68-71
11. Katritsis D, Ioannidis JPA, Giazitzoglou E, Korovesis S, Anagnostopoulos CE, Camm AJ.
Conduction Delay Within the Coronary Sinus in Humans: Implications for Atrial Arrhythmias. J
Cardiovasc Electrophysiol 2002;13:859-62.
12. Katritsis D, Ioannidis JP, Anagnostopoulos CE, et al. Identification and catheter ablation of
extracardiac and intracardiac components of ligament of Marshall tissue for treatment of
paroxysmal atrial fibrillation. J Cardiovasc Electrophysiol 2001;12:750-8
13. Eckardt L. Automaticity in the coronary sinus. J Cardiovasc Electrophysiol 2002; 13: 288289.
14. Oral H, Ozaydin M, Chugh A, Scharf C, Tada H, Hall B, Cheung P, Pelosi F, Knight
BP, Morady F. Role of the Coronary Sinus in Maintenance of Atrial Fibrillation. J Cardiovasc
Electrophysiol. 2003;14:1329-1336.
15. Zipes DP, Knope RF. Electrical properties of the thoracic veins. Am J Cardiol
1972;29:372-6 542.
16. Spach MS, Barr RC, Jewett PH. Spread of excitation from the atrium into thoracic veins in
human beings and dogs. Am J Cardiol 1972;30:844-54.
17. Haissaguerre M, Shah DC, Jais P, Hocini M, Yamane T, Deisenhofer I, Chauvin M,
Garrigue S, Clementy J. Electrophysiological breakthroughs from the left atrium to the
pulmonary veins. Circulation 2000;102:2463-5

Indian Pacing and Electrophysiology Journal (ISSN 0972-6292), 4(4): 176-184 (2004)

Demosthenes G. Katritsis, “Arrhythmogenicity of the Coronary Sinus”

183

18. Tsai CF, Tai CT, Hsieh MH, Lin WS, Yu WC, Ueng KC, Ding YA, Chang MS, Chen SA.
Initiation of atrial fibrillation by ectopic beats originating from the superior vena cava:
electrophysiological characteristics and results of radiofrequency ablation. Circulation
2000;102:67-74
19. Olgin JE, Jayachandran JV, Engelstein E, Groh W, Zipes DP. Atrial macroreentry involving
the myocardium of the coronary sinus: a unique mechanism for atypical flutter. J Cardiovasc
Electrophysiol 1998; 9:1094-1099.
20. Ndrepera G, Zrenner B, Schneider MAE, et al. Dissociation between coronary sinus and left
atrial conduction in patients wirth atrial fibrillation and flutter. J Cardiovasc Electrophysiol
2001; 12: 623-628.
21. Otomo K, Wang Z, Lazzara R, Jackman WM. Atrioventricular nodal re-entrant tachycardia:
electrophysiological characteristics of four forms and implications for the re-entrant circuit. In
ZipesDP, Jalife J Cradiac Electrophysiology. From Cell to Bedside. 3d Edition. WB Saunders.
Pp 504-521. 2000.
22. Gerlis LM, Davies MJ, Boyle R, Williams G, Scott H. Pre-excitation due to accessory
siniventricular connexions associated with coronary sinus aneurysms. A report of two cases. Br
Heart J 1985; 53: 314-322.
23. Guiraudon GM, Guiraudon CM, Klein GJ, Sharma AD, Yee R. The coronary sinus
diverticulum: a pathologic entity associated with the Wolff-Parkinson-White syndrome. Am J
Cardiol. 1988;62:733-5.
24. Ho SY, Russell G, Rowland E. Coronary venous aneurysms and accessory atrioventricular
connections. Br Heart J 1988;60:348-51.
25. Sun Y, Arruda M, Otomo K, Beckman K, Nakagawa H, Calame J, Po S, Spector P,
Lustgarten D, Herring L, Lazzara R, Jackman W. Coronary sinus-ventricular accessory
connections producing posteroseptal and left posterior accessory pathways: incidence and
electrophysiological identification. Circulation 2002;106:1362-7
26. Macle L, Shah DC, Jais P, Haissaguerre M. Accessory pathway automaticity after
radiofrequency ablation. J Cardiovasc Electrophysiol 2002; 13: 285-287.
27. Hwang C, Karagueuzian HS, Chen PS. Idiopathic paroxysmal atrial fibrillation induced by a
focal discharge mechanism in the left superior pulmonary vein. Possible role of the ligament of
Marshall. J Cardiovasc Electrophysiol 1999: 10: 636-648.
28. Doshi RN, Wu TJ, Yashima M, Kim YH, Ong JJC, Cao JM, Hwang C, Yashar P, Fishbein
MC, Karagueuzian HS, Chen P-S. Relation between ligament of Marshall and adrenergic atrial
tachyarrhythmia. Circulation 1999: 100: 876-883.
29. Langman J. Medical Embryology. 3d Edition. Baltimore: Williams and Wilkins; 1975: 209210.
30. Wilcox BR and Anderson RH. Surgical Anatomy of the Heart. 2nd Edition. London: Gower
Medical Publishers; 1982: p220.

Indian Pacing and Electrophysiology Journal (ISSN 0972-6292), 4(4): 176-184 (2004)

Demosthenes G. Katritsis, “Arrhythmogenicity of the Coronary Sinus”

184

31. Hwang C, Wu TJ, Doshi RN, Peter CT, Chen PS. Vein of Marshall cannulation for the
analysis of electrical activity in patients with focal AF. Circulation 2000; 101:1503-1505.
32. Kim DT, Lai AC, Hwang C, et al. The ligament of Marshall: a structural analysis in human
hearts with implications for atrial arrhythmias. J Am Coll Cardiol 2001;36:1324-1327.
33. Cox JL, Ad N. New surgical and catheter-based modifications of the Maze procedure.
Semin Thorac Cardiovasc Surg 2000; 12:68-73.
34. Antz, M, Otomo K, Arruda M, et al. Electrical conduction between the right atrium and the
left atrium via the musculature of the coronary sinus. Circulation 1998;98:1790-1795.
35. Chauvin M, Shah DC, Haissaguerre M, et al. The anatomic basis of connections between the
coronary sinus musculature and the left atrium in humans. Circulation 2000;101:647-652.
36. Ho SY, Sánchez-Quintana D, Cabrera JA, Anderson RH: Anatomy of the left atrium:
Implications for radiofrequency ablation of atrial fibrillation. J Cardiovasc Electrophysiol
1999;10:1525-33.
37. Lüdinghausen VM, Ohmachi N, Boot C. Myocardial coverage of the coronary sinus and
related veins. Clinical Anatomy 1992;5:1-15.
38. Kasai A, Anselme F, Saoudi N. Myocardial connections between left atrial myocardium and
coronary sinus musculature in man. J Cardiovasc Electrophysiol 2001; 12: 981-985.
39. Scanavacca MI, d’Avila A, Tondato F, Lara S, Sosa EA. Traansthoracic epicardial mapping
of the ligament of Marshall. PACE 2001; 24(PtII): 586. Abstract.
40. Katritsis DG, Giazitzoglou E, Korovesis S, Karvouni E, Anagnostopoulos CE. Conduction
Patterns in the Cardiac Veins: Electrophysiologic Characteristics of the Connections Between
Left Atrial and Coronary Sinus Musculature. J Interv Cardiac Electrophysiol 2004; 10:1-8.
41. Goya M, Ouyang F, Ernst S, Volkmer M, Antz M, Kuck KH. Electroanatomic mapping and
catheter ablation of breakthroughs from the right atrium to the superior vena cava in patients
with atrial fibrillation. Circulation 2002;106:1317-20
42. von Ludinghausen M. Clinical anatomy of cardiac veins, Vv. cardiacae. Surg Radiol Anat
1987;9:159-68
43. Corcoran SJ, Lawrence C, McGuire MA. The valve of Vieussens: an important cause of
difficulty in advancing catheters into the cardiac veins. J Cardiovasc Electrophysiol
1999;10:804-8
44. Ortale JR, Gabriel EA, Iost C, Marquez CQ. The anatomy of the coronary sinus and its
tributaries. Surg Radiol Anat 2001;23:15-21

Indian Pacing and Electrophysiology Journal (ISSN 0972-6292), 4(4): 176-184 (2004)

