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Idiopathic dilated cardiomyopathy (IDCM) is defined by the
presence of left ventricular dysfunction and angiographically
normal coronaries according to the standard definitions and
criteria. There should be no significant coronary artery
disease (CAD) (luminal narrowing should not be�50% an-
giographically) and left ventricular ejection fraction should
be reduced (<45%) with no specific heart muscle disease on
endomyocardial biopsy.1,2 This includes patients with nor-
mal coronaries and patient without significant CAD also
referred as minimal CAD.

Angiographically minimal CAD has been frequently de-
scribed (36–68%) in patients diagnosed with IDCM.3 In these
cases, the coronary lesion is assumed to be unrelated to the
left ventricular dysfunction. However, follow-up of many
such cases has identified obstructive coronary atheroscle-
rotic lesions in end-stage hearts excised at transplant, paving
way for probable initial misdiagnosis. This doubt is further
strengthened by a recent gadolinium-enhanced cardiovas-
cular magnetic resonance study,4 where 13% patients diag-
nosed with IDCM on basis of coronary angiography showed
myocardial enhancement indistinguishable to patients with
CAD.

However, the above state of misdiagnosis of ischemia is
not always true. A recent study5 showed that 27% hearts
diagnosed as IDCM with angiographically normal coronar-
ies at the time of diagnosis had significant coronary lesions
when excised at the time of transplant. Though similar
findings have also been reported in previous pathological
studies, this study differs in that DCM was rightly defined
as idiopathic after excluding ischemia by all measures at
the initial diagnosis. This study supports the fact that
finding of CAD at later stage was not a misdiagnosis at
entry level. The angiopathological mismatch in the study
has been attributed to multiple factors such as underesti-
mation of coronary atherosclerosis by coronary angiogra-

phy, overestimation of luminal narrowing by pathological
evaluation, coronary artery dilation that accompanies left
ventricular dilation, and possible progression of athero-
sclerosis. Conclusion of the study was that CAD was not a
missed entity but a comorbidity that was either absent or
insignificant at the time of initial diagnosis. The risk
factors for CAD remain the same be it DCM patients or
non-DCM patients, as rightly pointed by the present
author and many previous studies.

Lutz Frankenstein et al had first showed that associated
CAD was frequent in DCM patients, but it did not predict
mortality or hospitalization secondary to cardiac decompen-
sation.6 Recent evidence7,8 shows heart failure (HF) with
reduced ejection fraction and concomitant minimal CAD
fared worse than not associated CAD. According to Braga
et al,9 minimal CAD in HF patients was independently
associated with an increased hazard of the primary compos-
ite outcome (cardiovascular [CV] death, nonfatal myocardial
infarction, nonfatal stroke, or HF hospitalization) and death
due to any cause. In their study, cohort of 12,814 patients
with heart failure with reduced ejection fraction (HFrEF) (EF
<35%), the relative hazard for nonobstructive CAD was 1.17
(p¼0.01) in comparison to normal coronary arteries. There
were no significant differences between the two groups in
the hazard of experiencing an acute myocardial infarction
(AMI), hospitalization for HF, or stroke. This study supports
the role ofminimal CAD in diastolic dysfunction attributed to
myocardial fibrosis, ventricular stiffness, and coronary mi-
crovascular dysfunction.10,11 In the nonobstructive CAD
group, cumulative incidence of non-CV death was higher
(11%) than CV death (8.0%). The increased risk of both all-
cause and CV mortality but not AMI suggests the role for
associated comorbidity. The prognostic risk of nonobstruc-
tive CAD among patients with HFrEF was also established by
Maddox et al.8
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The present article titled “Is Minimal Coronary Artery Dis-
ease a Prognostic Indicator in Dilated Cardiomyopathy” in this
issueof thejournalhasshownsignificantassociationofminimal
CADwith cardiac decompensation in DCM patients in the form
of HF requiring hospitalization, though there is no association
with mortality. The possible explanation of this comorbidities
contributing to diastolic abnormalities by the authors seems
plausible. The absence of effect on mortality attributed to
optimal medical therapy emphasizes the need to implement
optimal guideline-direct medical therapy in these patients.

The available research emphasizes the need to subclassify
IDCM patients by comorbidities to better understand the
factors influencing evolution of disease. Clinical risk assess-
ment combined with cardiac magnetic resonance imaging
and pathological findingswould provide definitive answer to
the role of minimal CAD and/or related risk factors in
influencing the outcome in IDCM. On the basis of the
available data, we can conclude that in clinical practice,
every attempt should be made for the assessment of CAD
in patients with IDCM by risk factor evaluation, genetic
profiling, and cardiac imaging (computed tomographic im-
aging12,13 and quantitative positron emission tomography
myocardial perfusion studies) as it adversely affects the
outcome in these patients.
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