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Table 1. Non-exhaustive list of clinical modalities that may aid in differential diagnosis of DCM.

Modality DCM Ischemic HF ACM HCM NCCM RCM
Possible positive Atherosclerosis Pf(; smmililehpi:tsgtlve Possible positive Possible positive Possible positive
History family history, older age ’ young de syfl};’o- family history,  family history, family history,
young age pes or palpitations young age young age young age
Inverted T-waves,
Low QRS voltage, Pathological Q  late potentials, ep- ;. . Low QRS volt-
conduction disor- waves, ST segment silon wave, and/or aHégliln%ilziti\:/le £ Eii;i%ﬁ:r:;_ age, conduction
ECG ders, left axis devi- abnormalities, con- terminal activation LgVH and abnor- abnormal repolar- disturbances,
ation, t-wave ab-  duction disorders delay typically pre- . ma’ rep pseudo-infarction
normalities* ceding structural mal repolarisation Isation Q-waves
changes
RV dilatation or
dysfunction, RV . Not dilated ven-
Dilated ventricle dyzkinesia or aneu- I.“VH (.213 mm), - Ventricular hy- tricular with nor-
diastolic dysfunc- pertrophy with

Echocardiog- Dilated LV and/or

with systolic impair- rysm. Abnormal

ment, typically by LV function in ab- tion, obstructed

mal or increased

compacted and - i1 ess re-

raphy systolic impairment coronary perfusion sence of RV dys- L?;ﬁ;:}ggﬂii?’ ( ;;)S;EEE; :Itl;i_ strictive filling
region function is rare svstolic function cardium pattern (Doppler)
(left-dominant y and atrial dilation

ACM).

. . Normal sized

Dilated LV and Possible dilated LV Regional RV Hypertrabecula- ventricles. en-
systolic impair- and svstolic impair- akinesia, dyskine- LVH, apical and tion (noncom- lareed atria’ tubu-

ment, possible mentyakine tic I\?vall sia or dysschro- lateral wall hyper- pacted to com- ) fr or in de:n ted

hypokinetic wall S . nous RV contrac- trophy, obstructed pacted ratio of . .
CMR motion abnormali- ventricular cavi-

motion abnormali-

. . . tion, biventricular LV outflow tract,
ties, subendocardial

>2.3), tra - . .
3), trabecu ties, extra-cardiac

ties, delayed en- delaved enhance- fibrofatty replace- septal delayed en- lated LV mass findines associ-
hancement (mid- Y ment of LV or RV~ hancement >20% of global £S assocl
ment ated amyloidosis/
wall) wall. LV mass .
sarcoidosis
Pathogenic variants . . . .
. . . . Pathogenic vari- Pathogenic vari-
. in sarcomeric, des- Pathogenic vari- - -
Genetic Test- I . ants in mostly  ants in mostly Dependent on ae-
. mosomal and/or Not indicated  ants in mostly des- . . .
ing . . sarcomeric pro- sarcomeric pro- tiology of RCM
nucleair envelope mosomal proteins . .
. teins teins
proteins
Abnormal (or nor-
CAG Normal mal in case of mi- Normal Normal Normal Normal

crovascular disease
Or coronary spasm)

* Genotype-phenotype associations may shed light on the aetiology of DCM. See text for examples. Abbreviations: ACM
(arrhythmogenic cardiomyopathy), CMR (cardiac magnetic resonance imaging), CAG (coronary angiogram), DCM (di-
lated cardiomyopathy), ECG (electrocardiogram) HCM (hypertrophic cardiomyopathy), LV (left ventricle) LVH (left ven-
tricular hypertrophy), RCM (restrictive cardiomyopathy), RV (right ventricle).



