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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 COVID-19 are
less elevated levels of inflammatory cytokines than in ab-
dominal sepsis. At the same time, the critically high level
of sSCD40L 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
interesting 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 inflammation [3]. The present
report 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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ABTOpBI BBIpaXKarT 0JIarOMapHOCTh 3a BHUMaHUE
K paboTe 1 KOMMEHTapuu K Heil. B kauecTBe oTBeTa Xo-
TEJIOCh ObI OTMETUTD, YTO MAIIMEHTHI, BKIIIOUEHHBIE B BbI-
OOpKYy, crielMaIbHO He ObLTU 00CIeA0BaHbI I BbISIBIIC-
HMSI KapIMOBaCKYJISIPHOM TIATOJIOTHU, €CJTU [T 9TOTO He
ObLIO TToKa3aHuii. OUeBUIHO, YTO HA MBIC/IbL O HEOOXO-
JIIMMOCTHM OOpaTUTh BHUMaHUE Ha BO3ZMOXHOE HaM4Iue
aTepOCKIIEPOTUYECKMX U3MEHEHUN y 00CIemoBaHHBIX
TMalMeHTOB HATOJIKHYJT BEICOKUI YPOBEHb PACTBOPUMOTO
suranga CD40, KoTopblil NeACTBUTENBHO SIBISIETCS 1O-
Ka3aHHBIM MapKepoM COCYIMCTOro BocnajieHus. OmHako
HAalll OTBIT OTpeeIeHUsT 3TOTo OMoMapKepa y TalueH-
TOB C aTePOCKIIEPO30M, OCTPHIM KOPOHAPHBIM CUHIPO-
MOM M PECTEHO3aMU CTEHTOB MO3BOJISIET OMHO3HAYHO YT-
BEPXKIAaTh, YTO CTOJIb 3HAUYNTETIHBHOTO YBETMYEHUST YPOBHSI
sCD40L, kakoii o6HapyxeH y nauveHToB ¢ COVID-19,
TIPY 3TUX COCTOSTHUSIX HE TIPOUCXOIMUT.

B nanbHeiiemM Mbl TUITAaHUPYeM U3ydeHUe 0COOeH-
Hoctel nporekaHusi COVID-19 y naliueHTOB ¢ COMyT-
CTBYIOIIIMMU KapAMOBACKYJISIPHBIMU 3a00JIeBAaHUSIMU.
DTO 00YCJIOBICHO HATUYMEM OOIIMPHOTO MacCUBa AaH-
HBIX, YKa3bIBAIOIIMX HAa BO3MOXHBIN MeXaHU3M I1aTO-
reHe3a OPIC npu COVID-19 kak pe3yasTaT BO3HUK-
HOBEHMSI CUCTEMHOTO BaCKYJIWTa C JOMUHMPYIOIIUMU
TIPOSIBJICHUSIMU T10 TUITY ITHEBMOHMTA.

KonnekTus aBTopoB

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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