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Editorial Comment

Coronary artery ectasia and atrial electrical and mechanical
dysfunction

Koroner arter ektazisi ve atriyal elektriksel ve mekanik fonksiyon bozuklugu

Total atrial conduction time is measured as the time delay
between the onset of the P-wave (preferably in lead Il) of the
surface electrocardiogram and the peak A-wave on the tissue
Doppler tracing of the left atrial (LA) lateral wall (PA-TDI durati-
on). It is a good parameter together with P wave dispersion to
assess LA electrical and hence mechanical functions (1). While,
electrical remodeling can precede any structural abnormalities
in the myocardium (2), those two parameters together could be
of a good prognostic value in general cardiology settings.

PA-TDI duration shown to be independently predictive of
new-onset atrial fibrillation (AF) and also AF in patients after
acute myocardial infarction. Moreover, due to its trusted predic-
tive value, The PA-TDI duration is considered a useful tool to
identify patients with congenital heart disease at risk of develo-
ping atrial arrhythmia during follow-up (1, 3).

The correlations between isovolumic relaxation time, P wave
duration and LA size and coronary ectasia may reflect, indi-
rectly, the element of diastolic dysfunction in this cohort. It
seems happening alongside with coronary artery ectasia (CAE).

CAE is the abnormal dilatation of coronary arteries such that
the ectatic segment exceeds the diameter of the normal adjacent
segments or the diameter of the patient’s largest coronary vessel
by 1.5 times. CAE may be diffuse or segmental and in approxima-
tely 20 of patients is believed to be congenital in origin (4).

The pathophysiology of CAE remains unclear and it is belie-
ved to be nonatherosclerotic in etiology (5). Kawasaki disease
(KD) is another common cause of acquired heart disease in
children, causing CAE. Kawasaki disease prevalence is oversta-
ted by its geographical distribution, however, the increasing
attention given to the disease has had a huge implication on the
increasing number of newly diagnosed KD in a nonfamiliar des-
tination like the united states (6).

Patients with CAE may suffer from ischemic changes due to
coronary slow flow and loss of media tone allowing ischemic
manifestations to occur. That in term would again predict why
CAE patients are more prone to ventricular arrhythmia and atrial
arrhythmia consequently.

However, isolated, nonatherosclerotic CAE was not investi-
gated thoroughly before and the mainstay always is the definite
diagnosis of CAE patient with ought evidences of atherosclero-
sis. In few studies, the correlations between conventional car-
dio-vascular risk factor (like diabetes, hypertension, family his-
tory of ischemic heart disease and hypercholesterolemia) and
CAE failed to prove that disease as a substrate to conventional
atherosclerosis (7). Likewise, the histopathological analysis as
well detailed a different nature of the disease. However, CAE
remains mainly referred to as a failure of coronary walls and
subsequently remodeling secondary to heavy atherosclerosis
burden (8). Hence, the ideal definition of isolated CAE need to be
more redefined by more specific targeted investigation. CAE
could be classified as a nonatherosclerotic CAE if no obvious
atherosclerosis is detected by quantitative angiogram.

Although the relationship between CAE and atherosclerosis
remains only modest established, previous reports showed bet-
ter prognosis in pure CAE patients when compared with both
atherosclerotic obstructive CAE and non-obstructive coronary
artery disease (CAD) (9). A result, which was contradicted and
claimed that CAE is not a benign condition and it rather requires
careful monitoring (10).

The direct relationship between CAE and the risk of coro-
nary slow flow (CSF) phenomenon was described earlier as a
marker for CAR pathogenesis. The CSF can be assessed by TIMI
frame count method (TFC), an index of coronary flow velocity
along the entire epicardial coronary artery. CAE is usually asso-
ciated with a higher TFC (slower flow) (11), phenomena chronic
ischemia that may create significant uncertainty about the indo-
lent course of the disease (12). The other aspect of CSF that can
predispose to thrombosis leading to acute thrombotic myocardi-
al infarction during stress. This acute life- threatening condition
has been reported previously (13). The possible arrhythmogenic
ventricular complication is also documented.

Myocardial performance; where left ventricular (LV) function
has been shown to be abnormal in CAE with raised myocardial
performance index (MPI). That suggests a dyssynchronous
function of the myocardium with CAE. Furthermore, MPI has
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been reported to be abnormally high in segments subtended by
the ectatic coronary arteries (14). The relevance of these fin-
dings in the presence of other evidence supporting ischemia in
CAE patients would be of great help. Similarly, the author in this
paper, concluded that PA-TDI duration that is used to assess LA
conduction time is prolonged. Which is also associated with
prolonged P wave dispersions. In other word, there is clear evi-
dence of atrial asynchronous happening as a consequence to
CAE. This could be a potential prognostic factor to atrial arrhy-
thmia.

Using terminology of CAE with non-obstructive CAD rather
than isolated CAE might be more recommended. The word (iso-
lated) does not identify accurately the nature nor the atherosc-
lerotic burden of the ectatic segment.

Correlation of ectasia and inflammatory markers are not
strongly appreciated and they mostly studied mixed ectasia aga-
inst CAD. CAE is noticed to be associated with more elevated inf-
lammatory markers but not huge power given to that notion (15).

CAE cohort who defined as a nonobstructive CAD, with 30%
stenosis or less, should not identified as isolated (or nonathe-
rosclerotic) CAE. It is clearly known heavy atherosclerotic bur-
den can simulate CAE with apparently minimal quantitative
angiographic changes (positive remodeling of vessels) (8). Again,
that is another reason to count against using the word isolated
CAE as it might involve CAD up to 30-40% coronaries atherosc-
lerosis in that cohort. The methods are clearly written.

Abstract is clearly indicating that study is the first in asses-
sing LA dysfunction associated with CAE .Also, pointing at the
significance of possible atrial arrhythmia, decrease cardiac
output and hence heart failure.

Finally, this study Oztiirk et al. (16) presents a new idea in
explaining the pathophysiology of atrial tachyarrhythmia in CAE
patient. That would potentiate the trend of using oral anticoagu-
lants as a treatment option over antiplatelets (17). It will serve
both guarding against the risk of stroke with AF and also throm-
botic acute coronary syndrome in CAE patients.
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