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Информация

Cytokine profile in COVID-19

Dear Editor, we would like to share ideas on the 
publication “COVID-19 biobank: features of the cy-
tokine profile” [1]. Sushentseva NN, et al. found that 
“The results indicate that septic lesions in COVID­19 are 
less elevated levels of inflammatory cytokines than in ab­
dominal sepsis. At the same time, the critically high level 
of sCD40L indicates for the presence of significant endo­
thelial lesions…” [1]. The cytokine change is observable 
in COVID-19 and the level of cytokine might be asso-
ciated with clinical presentation or severity. The asso-
ciation with cardiovascular problem in COVID-19 is an 
inte resting issue. A cardiovascular disorder is a possible 
clinical problem in COVID-19 [2]. It is proposed that 
cytokine storm in cases with severe COVID-19 might 
cause cardiovascular inf lammation [3]. The present 
re  port will give a useful data for further researching. 
Nevertheless, there are some points to be concerned. 
First, it is necessary to recognize the possible underlying 
disease of the patient that might alter cytokine level. 
Additionally, the underlying disease of the patient, such 
as diabetes and hypertension, might be associated with 
cardiovascular pathology in COVID-19. If a patient 
has underlying cardiovascular problem, the final ob-
servation on association between cytokine profile and 
cardiovascular finding has to be carefully interpreted. 
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ПИСЬМО В РЕДАКЦИЮ
Re:

Авторы выражают благодарность за внимание 
к работе и комментарии к ней. В качестве ответа хо-
телось бы отметить, что пациенты, включенные в вы-
борку, специально не были обследованы для выявле-
ния кардиоваскулярной патологии, если для этого не 
было показаний. Очевидно, что на мысль о необхо-
димости обратить внимание на возможное наличие 
атеросклеротических изменений у обследованных 
пациентов натолкнул высокий уровень растворимого 
лиганда CD40, который действительно является до-
казанным маркером сосудистого воспаления. Однако 
наш опыт определения этого биомаркера у пациен-
тов с атеросклерозом, острым коронарным синдро-
мом и рестенозами стентов позволяет однозначно ут-
верждать, что столь значительного увеличения уровня 
sCD40L, какой обнаружен у пациентов с COVID-19, 
при этих состояниях не происходит.

В дальнейшем мы планируем изучение особен-
ностей протекания COVID-19 у пациентов с сопут-
ствующими кардиоваскулярными заболеваниями. 
Это обусловлено наличием обширного массива дан- 
ных, указывающих на возможный механизм пато-
генеза ОРДС при COVID-19 как результат возник-
новения системного васкулита с доминирующими 
проявлениями по типу пневмонита. 

Коллектив авторов

The authors express their gratitude for the attention 
to the work and comments on it. We would like to 
note that the patients included in the sample were not 
specifically examined for the detection of cardiovascular 
pathology, if there were no indications for this. Obviously, 
the idea of the need to pay attention to the possible 
presence of atherosclerotic changes in the examined 
patients was prompted by the high level of the soluble 
CD40 ligand, which is indeed a proven marker of vascular 
inflammation. However, our experience in determining 
this biomarker in patients with atherosclerosis, acute 
coronary syndrome and stent restenosis allows us to 
unequivocally state that such a significant increase in 
the level of sCD40L, which is found in patients with 
COVID-19, does not occur in these conditions.

In the future, we plan to study the features of the 
course of COVID-19 in patients with concomitant 
cardiovascular diseases. This is due to the presence 
of an extensive amount of data indicating a possible 
mechanism of acute respiratory distress syndrome 
pathogenesis in COVID-19 as a result of the occurrence 
of systemic vasculitis with dominant manifestations  
of the type of pneumonitis.
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