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Acute stroke is a major source of morbidity in the population.
An acute infarction’s surrounding penumbra of marginally
ischemic tissue can recover or deteriorate depending on complicat-
ing factors. One such complicating factor is seizures, which
metabolically stresses marginally surviving cells. The seizures
increase the metabolic rate severalfold. Such a stress can lead to
cell death especially in already marginal tissue trying to recover
from an acute insult. The offending seizures may be subtle but fre-
quent. Frequent seizures, even of a non-convulsive type, exces-
sively drive cellular energy demands (Witsch et al., 2017). This is
referred to as a metabolic crisis (Vespa et al., 2003, 2016). Frequent
non-convulsive seizures can be detected by continuous EEG mon-
itoring. Once the presence of seizures is identified, treatment can
begin or intensify.

Scoppettuolo and colleagues in this issue of Clinical Neurophys-
iology describe acute stroke patients treated with recanalization
(Scoppettuolo et al., 2019). Recanalization substantially reduced
the occurrence of seizures and epileptiform discharges. This
implies that adequate circulation is another factor predisposing
to seizures and epileptiform discharges. It also suggests that
recanalization is effective in reducing the seizure risk. This is con-
sistent with the premise that acute infarction’s surrounding
penumbra of marginally ischemic tissue can deteriorate into a
metabolic crisis both because of ischemia and because of seizures.
In the end, both confounding factors together would be the worst
scenario, moving from metabolic crisis to cell damage and death.

The literature continues to grow demonstrating the clinical util-
ity of continuous EEG monitoring. Clinical attention now turns
from whether it is useful to when it is useful and how best to orga-
nize the service. General guidance has been written outlining the
variety of clinical circumstances in which continuous EEGmonitor-
ing is useful (Herman et al., 2015a, 2015b). Further studies like the
one by Scoppettuolo and colleagues (2019) add to the literature. To
help coordinate the findings across centers, a unified semantic
description of findings has been popularized (Hersch et al., 2013).
Using that ICU EEG nomenclature, we are more clearly able to dif-
ferentiate between lateralized periodic discharges (LPDs) and gen-
eralized periodic discharges (GPDs). With that nomenclature we
learn that LPDs are more likely to predispose to seizures. Either
LPDs or GPDs at more than 2.5 per second are associated with
hypermetabolism that can lead to cell death.

Remaining technical problems pertain to how staff or physi-
cians watch waveforms continuously or intermittently, and how
the findings are reported back to the physician caring for the
patient. Tracings can be monitored on-line remotely, making the
clinical service more efficient and convenient. Staff can watch
several patients at a time, making the service more economical.
Trending allows for quick evaluation of which portions to look at
first within a long recording (Nuwer, 1994). Trending also allows
for quick assessment of patterns that repeat every few minutes
or every few hours.
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