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Type 1 Giant Coronary Aneurysm
CASE REPORT
ABSTRACT

Tahir Durmaz1, Cemal Köseoğlu2, Hüseyin Ayhan1, Telat Keleş1, Engin Bozkurt1
Coronary artery aneurysm is a rare anomaly and is defined as the expansion of the diameters of normal coronary arteries by
≥1.5 times. Aneurysms reaching 4 times the normal size or 8 mm in diameter are defined as giant coronary aneurysms. Giant
aneurysms involved in all of the left main coronary artery (LMCA), left anterior descending artery (LAD), and right coronary artery
(RCA) are very rare. Here we report a case of a 47-year-old man presenting with non-ST elevation myocardial infarction and
LMCA, RCA, and LAD coronary giant aneurysm as well as spontaneous dissection of the distal LAD.
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INTRODUCTION
Coronary artery aneurysms (CAAs) are a rarely seen anomaly and its angiographic incidence has been reported to
vary from 1.5% to 4.9% in the literature (1). It is described as the expansion of the coronary artery diameter by 1.5
times or more and is classified into two types: fusiform and saccular (1, 2). Its most commonly located in the right
coronary artery (RCA), followed by the circumflex artery (Cx), and left anterior descending artery (LAD) (1, 3, 4).
Here we present a case of a 47-year-old man whose coronary angiography (CAG), which was performed because
of non-ST elevation myocardial infarction, revealed giant aneurysmal dilatation in the left main coronary artery
(LMCA), LAD, and RCA.
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A 47-year-old man with the risk factors for diabetes and hypertension was admitted to the coronary intensive
care unit because of the complaint of chest pain radiating to the neck as a pressure sensation lasting for 2 h. No
pathological finding was found on physical examination and electrocardiography. The patient was thought to have
non-ST elevation myocardial infarction because of progressive increase in troponin I levels. In the echocardiography, hypokinesia was detected in the middle of the anterior septum and the middle and apex of the anterior region.
Ejection fraction was measured at a rate of 45%. The patient was taken to the coronary angiography unit and
selective right and left coronary angiography was performed. Coronary aneurysms were observed in the LMCA,
LAD, and RCA (comparable with a diagnostic catheter). Spontaneous dissection without inhibiting the flow after
LAD diagonal 2 was found (Figures 1-3). No intervention was planned because he was hemodynamically stable;
LAD flow was well but his thrombus embolization risk was high. The patient’s follow-up examinations in the hospital revealed no additional pathological findings and he was discharged from the hospital after having been decided
that he would be given anticoagulant therapy following a dual antiplatelet therapy for 1 year.

DISCUSSION
CAA has been described as the expansion of the diameter of the artery by ≥1.5 times (1). In some sources in the
literature, aneurysms reaching 4 times the normal size or 8 mm in diameter have been defined as giant coronary
aneurysms. Post-mortem CAA was first detected by Morgagni in 1760 and was defined by Bourgen in 1812 (5, 6).
Regarding CASS studies, one of the greatest studies conducted till date reported the frequency of CAA as 4.9%
(7). Baron et al. (8) reported that CAA was often located in RCA at the rate of 96%, in Cx at the rate of 75%,
and in LAD at the rate of 57%. Aneurysms, which are classified as fusiform and saccular generally, were classified
into four groups by Markis et al. (9) type 1, with diffuse aneurysmal dilatation in 2-3 veins; type 2, with diffuse
involvement in a single vein and local involvement in other veins; type 3, with diffuse involvement in a single vein;
and type 4, with local involvement in a single vein. The present case was consistent with type 1.
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Figure 1. Right caudal angiographic image of a giant coronary
aneurysm in the LMCA and LAD (LMCA; Left main coronary
artery, LAD; left anterior descending artery)
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Figure 2. Left lateral angiographic image of a giant coronary
aneurysm in the LMCA and LAD (LMCA; Left main coronary
artery, LAD; left anterior descending artery)
pressure against blood vessel walls with a thinned media layer and
decreased tolerance to stress due to aterosclerosis could lead to
aneurysms. Arslan et al. (13) showed the risk factors, including
genetic predisposition, hypercholesterolemia, and diastolic hypertension, as an answer to the question why constriction occurs in
some vessels and aneurysm in others because of atherosclerosis.
Most of patients with CAA are asymptomatic and can also present
with stable angina pectoris and acute coronary syndrome. It is suggested that CAAs can cause ischemia and myocardial infarction by
leading to slow coronary flow, turbulent flow, in-situ thrombosis,
spontaneous dissection, and microembolus (6, 11, 13, 14). The
most important predictor of myocardial infarction is the diameter
of the aneurysm (15, 16). In the present case, the giant aneurysm
led to non-ST elevation myocardial infarction. In general, CAAs
have relatively thick walls and their rupture risks are low but their
coexistence with myocardial ischemia is frequent. In addition, giant
CAAs can affect the mediastinum like a mass, can cause superior
vena cava syndrome, and increase rupture risks (17). The rupture
risk increases with age, especially after 40 years (18).

Figure 3. Right oblique angiographic image of a giant coronary aneurysm in the RCA (RCA; Right coronary artery)
Its etiology has atherosclerotic, nonatherosclerotic, and congenital causes, but atherosclerosis was thought to be the most common cause (6, 8, 9). Some causes, including congenital disorders,
rheumatic fever, systemic lupus erythematosus, Kawasaki disease,
syphilis, Ehlers-Danlos syndrome, Marfan syndrome, infective endocarditis, iatrogenic disease, Osler-Weber-Rendu syndrome, mycotic arthritis, and trauma, have been reported in the literature
(6, 8, 9-12). Markis et al. (9) specified that increased intraluminal

The prognosis of giant CAAs is unclear; however, the 5-year survival rate has been reported as 71% in the literature (6). No obvious treatment is available. There are many treatment alternatives
such as medical therapy, stent implantation, and surgical excision
according to the symptoms, etiology, and lesion (15, 19). Antiplatelet and anticoagulant therapies are recommended as medical treatment. In the present case, we also planned to administer
dual antiplatelet therapy for at least 1 year and then anticoagulant
therapy, because the patient had acute coronary syndrome. There
are some studies suggesting aneurysm ligation or coronary by-pass
without ligation (7).
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CONCLUSION
Here we present a case of giant coronary type 1 aneurysm that developed in the LMCA, RCA, and LAD as fusiform and constituted
the manifestation of acute coronary syndrome. It has been emphasized that coronary angiography should be performed carefully
and unnecessary interventions should be avoided for such patients.
Moreover, we attempted to underline the importance of antiplatelet and anticoagulant therapies.

Erciyes Med J 2015; 37(1): 36-8

5.

6.
7.

8.

Informed Consent: Written informed consent was obtained from
patient who participated in this study.

9.

Peer-review: Externally peer-reviewed.

10.

Authors’ contributions: Conceived and designed the experiments
or case: EB, TD. Performed the experiments or case: CK, HA.
Analyzed the data: TK, TD, HA. Wrote the paper: EB, TD, CK.
All authors read and approved the final manuscript.
Conflict of Interest: No conflict of interest was declared by the
authors.
Financial Disclosure: The authors declared that this study has
received no financial support.

REFERENCES
1.
2.

3.

4.

Syed M, Lesch M. Coronary artery aneurysm: a review. Prog Cardiovasc Dis 1997; 40(1): 77-84. [CrossRef]
Topaz O, DiSciascio G, Cowley MJ, Goudreau E, Soffer A, Nath A et
al. Angiographic features of left main coronary artery aneurysms. Am
J Cardiol 1991; 67(13): 1139-42. [CrossRef]
Sharma SN, Kaul U, Sharma S, Wasir HS, Manchanda SC, Bahl VK,
et al. Coronary arteriographic profile in young and old Indian patients
with ischaemic heart disease: a comparative study. Indian Heart J
1990; 42(5): 365-9.
Rath S, Har-Zahav Y, Battler A, Agranat O, Rotstein Z, Rabinowitz
B, et al. Rate of nonobstructive aneurysmatic coronary artery disease;
angiographic and clinical follow up report. Am Heart J 1985; 109(4):
785-91. [CrossRef]

11.

12.
13.
14.
15.

16.

17.

18.
19.

Aintablian A, Hamby RI, Hoffman I, Kramer RJ. Coranary ectasia:
Insidence and results of coronary bypass surgery. Am Heart J 1978;
96(3): 309-15. [CrossRef]
Swage PS, Fisher LD, Litwin P, Vignola PA, Judkins PM. Aneurysmal
coronary artery disease. Circulation 1983; 67(1): 134-8. [CrossRef]
Lazarus A, Donzeau-Gouge P, Spaulding C, Weber S, Guerin F. Surgical treatment of atherosclerotic aneurysm of the left main coronary
artery. Am Heart J 1992; 123(1): 222-4. [CrossRef]
Baron DW, Branson JA, Morgan JJ. Atheromatous coronary artery
ectasia. Aust N Z J Med 1979; 9(1): 44-8. [CrossRef]
Markis JE, Joffe DC, Cohn PF, Feen DJ, Herman MV, Gorlin R. Clinical significance of coronary arterial ectasia. Am J Cardiol 1976; 37(2):
217-22. [CrossRef]
Falsetti HL, Carroll RJ. Coronary artery aneurysm: a review of the literature with a report of 11 new cases. Chest 1977; 69(5): 630-6. [CrossRef]
Swanton RH, Thomas ML, Coltard DJ, Jenkins BS, Webb people
MM, Williams BT. Coronary artery ectesia, a variant of occlusive coronary arteriosclerosis. Br Heart J 1978; 40(4): 393-400. [CrossRef]
Konechke LL, Spitzer S: Traumatic aneurysm of the left coronary artery. Am J Cardiol 1971; 27(2): 221-3. [CrossRef]
Arslan N, Demirkan D: Koroner arter anevrizmaları. Derlemeler. Türk
Kardial Dern Arş 1993; 21(2): 123-6.
Robinson FC: Aneurysms of the coronary arteries. Am Heart J 1985;
19(1): 129-35. [CrossRef]
Yeu BK, Menahem S, Goldstein J. Giant coronary artery aneurysms
in Kawasaki disease the need for coronary artery bypass. Heart Lung
Circ. 2008; 17(5): 404-6. [CrossRef]
McGlinchey PG, Maynard SJ, Graham AN, Roberts MJ, Khan MM.
Images in cardiovascular medicine. Giant aneurysm of the right coronary artery compressing the right heart. Circulation 2005; 112(4):
e66-7. [CrossRef]
Blank R, Haager PK, Maeder M, Genoni M, Rickli H. Giant right
coronary artery aneurysm. Ann Thorac Surg 2007; 84(5): 1740-2.
[CrossRef]
Kumar K, Lepor NE, Naqvi TZ. Unusual presentation of an acute inferior myocardial infarction. Rev Cardiovasc Med 2002; 3(3): 152-6.
Li D, Wu Q, Sun L, Song Y, Wang W, Pan S, et al. Surgical treatment
of giant coronary artery aneurysm. J Thorac Cardiovasc Surg 2005;
130(3): 817-21. [CrossRef]

