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Dilated Cardiomyopathy 
(DCM)

Dilated cardiomyopathy (DCM) is defined as left

ventricular (LV) dilatation and systolic dysfunction

in the absence of coronary artery disease or

abnormal loading conditions proportionate to the

degree of LV impairment (1)



• One of the leading causes of heart failure (HF),
DCM predominantly affects younger adults and is
the most frecuent indication for cardiac
transplantation.

• DCM is the final common response of myocardium
to a number of genetic and environmental insult.

• Historically the standard approach as like all
systolic HF
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• EVALUATION OF ETIOLOGY

• ASSESSMENT OF REMODELING 

• EVALUATION FOR AN ICD 

• DETECTION OF THE PRE-DCM PHENOTYPE 
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Point 1

Evaluation of Etiology

•Exclusion of other causes.

•Routine etiology work up.

•The role of genetic in DCM



Exclusion of main causes of LV Dilatation

•Coronary artery disease

•OH consumption

•Chemotherapy treatment 

•Persistent tachyarrhythmia

•Peripartium HF

•HIV

•Inflammatory cardiomiopathy



Inflammatory cardiomyopathy and the role of 
endomyocardial biopsy (EMBx)

• Biopsy findings carry clear treatment implications in DCM patients with 

suspected giant cell myocarditis, eosinophilic myocarditis, or sarcoidosis, and 

EMBx is indicated in these patient groups.

• Modern immuno- histochemical methods improve sensitivity compared with 

the traditional histopathological Dallas criteria .



Randomized study on the efficacy of

immunosuppressive therapy in pat ients with

virus-negat ive inflammatory cardiomyopathy: the

TIMIC study

Andrea Frustaci1,2*, Mat teo A. Russo3,4, and Cr ist ina Chiment i1,2,4

European Heart Journal (2009) 30, 1995–2002

doi:10.1093/eurheartj/ehp249



• However, conclusive benefit from EMBx-guided 
treatment is awaited. 

• A rational approach to this conflicting guidance is 
to consider the incremental value of EMBx on an 
individual case basis  



Point 2
Assessment of Remodeling 

• The extent of LV dilation and contractile 
impairment in DCM is a major determinant of 
adverse outcomes.

• Reversal of these abnormalities, LV reverse 
remodeling, is a key therapeutic goal.



ADVERSE REMODELING CHARACTERISTICS IN DCM 
INCLUDE THE EVALUATION OF:

•LV size and systolic function 

•Remodeling of other cardiac chambers 

•Functional mitral regurgitation 

•Myocardial fibrosis 

•Ventricular dyssynchrony (?)



Japp et al.JACC Vol 67, 

No.2016:2996-3010
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Point 3
Evaluation for an ICD



Point 4:

Detection of the pre-DCM phenotype

• Detect pre-symptomatic DCM have a clear

rationale.

• Early treatment can retard adverse remodeling,

prevent HF symptoms, and increase life

expectancy



• Molecular genetic analysis has uncovered “causal” 
mutations for DCM in over 60 genes.

• At present, routine genetic testing is only recom-
mended in familial disease (>2 affected family 
members), where its diagnostic yield is 30% to 35%. 
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