
The clinical introduction of high-sensitivity tropo-
nins has taught us that myocardial damage due to
non-coronary causes is more frequent than previously
thought1-13. The exact mechanism leading to this
myocardial damage is currently unknown and there is
uncertainty as to whether the damage is always irre-
versible [as in acute myocardial infarction (AMI)]
which inevitably leads to myocardial necrosis, or whe-
ther some entities may cause reversible damage. Si-
milarly, in patients with acute non-coronary patholo-
gies such as sept ic shock,  there is  usual ly
disagreement as to whether troponin elevation is pro-
duced by a mechanism of ischemia due to increased
demand, direct myocardial damage or even plaque
rupture that is undetected. Therefore, secondary pre-
vention measures (such as antiplatelets or statins) in
patients with troponin elevation without acute coro-
nary syndrome (ACS) can only be considered in later
stages.

But then, why are troponins measured in these
patients? Basically, for three reasons. First: because it
is the standard of care accepted for patients with sus-
pected AMI. Second, because in patients in whom
coronary disease has been excluded, they help us to
predict the risk (for example, in pulmonary embo-
lism)14. And, third, because in patients with other car-
diac pathologies such as heart failure or arrhythmias,
the concentrations should help us to detect AMI as a
possible trigger15.

The clinical consequences of detecting this myo-
cardial damage vary considerably. If the risk of future
adverse events (death due to cardiovascular causes or
AMI) is due, at least in part, to acute heart damage
caused by the current episode (e.g. sepsis), then car-
diac therapy aimed at minimizing myocardial damage
may decrease the chance of a cardiovascular event.
Conversely, if the risk of AMI or death from cardiovas-
cular causes is attributable to the precipitating condi-
tion (and elevation of troponins is a marker of the se-
verity of the current process, without the heart being
responsible), cardiac therapy would not mean a de-
crease of adverse events in the future, since these

would be due to damage in other vital organs, like
the lungs or the kidneys.

Given all the above, the work published by Cediel et
al.10 in this issue of the journal is of great importance
and represents a step forward in the case of patients
discharged from Spanish emergency departments with
high troponin levels and without ACS. The main messa-
ge is clear: those patients with elevated troponins are at
high risk of cardiovascular events and comorbidity and,
especially important, mortality after one year is high. Si-
milar results were observed in the study by Chew et
al.1, which included 38,161 patients with similar charac-
teristics to the study by Cediel et al., showing a signifi-
cant and direct relationship between troponin concen-
tration and mortality in those patients with a diagnosis
of non-coronary causes.

However, it is not possible to affirm that elevated
troponin levels in patients with non-coronary causes are
associated with features that predict an adverse event
independently. In addition, it is unclear how many pa-
tients with elevated troponin levels and without ACS
have chronic coronary artery disease, so the association
of elevated troponins in these patients and cardiovascu-
lar adverse events in the future does not have to be a
causal relationship. Therefore, the recommendation to
develop new therapeutic strategies or to admit these
patients is elusive, as already mentioned in the article.
Even so, the results of the study by Cediel et al.10 can-
not be ignored: they report a high rate of cardiovascu-
lar adverse events in patients discharged from our
emergency departments, and indicate that there is a
possible association of myocardial damage with future
adverse events.

Therefore, we encourage further research in this
field, especially the possible relationship between
myocardial damage and non-coronary or non-cardiac
diseases, as well as to follow up these discharged pa-
tients with elevated troponins. The purpose is to de-
termine whether the high risk during the first year is
a result of the cardiac damage produced by the event
or, conversely, a simple measure of the morbidity of
these patients.
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