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Editorial

Treatment of the acute phase and sequelae of COVID-19 remains
a current challenge in medicine. With respect to sequelae, much of
the evidence is limited to describing the course of this time window
on average between 3 and 6 months. From such observations, it has
been possible to define that there are manifestations that persist or
appear some time after the acute phase of COVID-19 disease, defined
as the post-COVID-19 syndrome. This syndrome is one of the major
questions about the functional prognosis of this group of patients.
It has been defined as the persistence or appearance of signs and/or
symptoms after the acute phase of the disease, specifically in two time
periods, between 4 and 12 weeks and after week 12, and potentially
compromising the functional capacity of the individual [1]. It can
occur in any age group and in people with or without a previous history
of disease, increasing the risk of decompensation, morbidity and death
[1]. Considering that the general rehabilitation process entails high
health costs due to disabilities and incapacities, it is necessary to
recognize and manage this syndrome at an early stage. Therefore, one
of these ways is through the identification of the different phenotypes
reported in the literature.

The first is post-COVID 19 tachycardic syndrome, described by
Stahlberg et al. [1], in which palpitations are present in approximately
50% of patients [1]. The causality of this phenotype is unknown,
however, it has been observed that these patients also present
orthostatic hypotension and findings of myocardial injury through
cardiac imaging studies [1]. Urmeneta Ulloa et al. [2] carried out a
study in which they evaluated 57 patients with post-COVID syndrome
vs. control group through cardiac magnetic resonance imaging,
evidencing that T2 mapping values (suggestive of oedema) were

%

o 02

Published: September 27, 2021

higher in the study patients than in the controls (50.9 + 4.3 ms vs 48 +
1.9 ms, p < 0.01). But, no between-group differences were observed for
native T1 nor for circumferential strain or radial strain values (18.6 +
3.3%vs19.2+2.1% (p=0.52) and 32.3 £ 8.1% vs 33.6 £ 7.1% (p = 0.9),
respectively) [2]. Another very similar study, carried out by Drakos
et al>, who evaluated coronary microvascular disease in COVID-19
patients by cardiovascular magnetic resonance imaging, showing
that patients who had COVID-19 had significantly reduced global
myocardial perfusion reserve (2.73 [2.10 - 4.15 - 11] vs. 4.82 [3.70 - 6.
68], p = 0.005), significantly increased coronary sinus flow at rest (1.78
ml/min [1.19 - 2.23 ml/min] vs. 1.14 ml/min [0.91 - 1.32 ml/min], p
= 0.048), and reduced coronary sinus flow during stress activity (3.33
ml/min [2.76 - 4.20 ml/min] vs. 5.32 ml/min [3.66 - 5.52 ml/min],
p = 0.05), compared to controls [3]. Based on the above, the authors
concluded that there is cardiac microvascular injury in COVID-19
patients, which may trigger major cardiovascular events in the post-
COVID-19 phase [3]. This is probably the explanation for the post-
COVID 19 tachycardic syndrome.

Pasini et al* studied the serum blood profile of 75 patients with post-
COVID syndrome, finding that all patients had very high serum
concentrations of ferritin and D-Dimer. 87 and 72% of patients
had clinically significant low levels of hemoglobin and albumin,
respectively. Seventy three percentage had elevations in erythrocyte
sedimentation rate and CRP [4]. Twenty seven percentage had
elevations in LDH, allowing the authors to conclude that these
findings explain a time window of inflammatory and thromboembolic
disease risk [4]. Based on these findings, we suggest the presence of a
new phenotype, post-COVID 19 metabolic disorder syndrome, which
can even affect any other organ with predominantly metabolic activity.
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The last is the post-COVID 19 neurological syndrome[5,6], which can
occur even in patients who did not present neurological manifestations.
During the process of this phenotype, cerebrovascular disorders,
neuroimmune or neurometabolic disorders, derived from the
neuroinflammation of the pathophysiology of COVID-19, may occur
[5,6]. This could be the highest risk phenotype due to neurological
compromise, risk of decompensation and death [5,6]. In this order of
ideas, and based on the findings of some translational studies, we can
observe how there is silent target organ injury in a large number of
organs during the acute phase of COVID-19, the severity of which
depends on the presence of the developed phenotype of COVID-19
and the presence of risk factors. Therefore, it is imperative to continue
research on the behavior of this syndrome and the medium and long-
term impact it will have on the quality of human life.
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