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COVID-19/SARS-CoV-2 form several clusters: cluster 1 is inflammation and the formation of a
cytokine storm; cluster 2 is the pathophysiological rationale for the treatment of coronavirus
infection; cluster 3 is comorbid conditions and post-covid syndrome. Based on literature data, we
included grouped questions in the questionnaire regarding the most frequent manifestations of
prolonged symptomatic COVID-19 and PCS: demographic information, the presence of comorbid
conditions, laboratory confirmation of a COVID-19 case, a list of symptoms from the respiratory,
digestive, nervous (neurological symptoms and psychological manifestations), musculoskeletal
systems, and dermatological manifestations. Additionally, at the second stage of the study, a
standardized scale “POST-COVID-19 FUNCTIONAL STATUS SCALE (PCFS)” was added to the
questionnaire in order to more closely assess the degree of decline in patients’ working capacity.
The study was conducted and the data were analyzed in two time intervals due to the wave-like
dynamics of the spread of COVID-19 cases. Accordingly, at each stage of the study, respondents
were divided into two groups: the main group — respondents who were inpatients during acute
COVID-19, and the comparison group — respondents who did not require inpatient treatment and
responded online.

Results. Long-COVID — multisystem multiorgan disease: more than 200 post-COVID
symptoms are identified in 10 organ systems. Long-COVID-19 masks have a single multifactorial
pathogenesis of complications — pathophysiological syndromes: endotheliitis, systemic
inflammation, damage to the nervous system, damage to the respiratory system (pulmonitis),
pronounced asthenic syndrome.

Conclusions. It was noted that the severity of post-covid symptoms was significantly higher
in patients who had a severe form of the disease and were treated under the intensive care program
(in hospital). Polysyndromic symptoms also occurred in young people who suffered the disease
without any special problems or complications. Questions remain open regarding the long-term
impact of the infection on the human body, whether it provokes the emergence of other new
diseases, how it affects physical endurance, how the functioning of our organs and systems changes
— we will receive answers to them only in the future.

Yeremenchuk L.V.
THE ROLE OF INTERLEUKINS IN THE DIAGNOSIS OF INFLAMMATORY
PROCESS IN COVID-19 AND TUBERCULOSIS
Department of Phthisiology and Pulmonology
Bukovinian State Medical University

Introduction. Coronavirus and tuberculosis, although caused by various pathogens, have
many common features. In the pathogenesis of COVID-19 and tuberculosis the same features, a
hyper-inflammatory reaction of the body, characterized by a pathological level of cytokines, is
common.

Specific immunity mediators- cytokines- control the formation of particular inflammation
with subsequent extravasation of inflammatory reaction cells and their accumulation in tissues.

The aim of the study to detect the role of interleukins in the diagnosis of inflammatory
process in COVID-19 and tuberculosis.

Materials and methods. He randomized case-control study included 45 patients with newly
diagnosed pulmonary tuberculosis (PDTB) of the lungs with preserved sensitivity and 30 practically
healthy individuals (PHI) of the control group. The level of IL-6 in blood serum was examined
using the ELISA Kit (Optics Valley Biomedical Industrial Park, Wuhan, China (430075)).

Results. Interleukin 6 (IL-6) is an interleukin that affects the activity of various types of
cells. IL-6 is considered to be one of the most important cytokines during an infection because it
controls the differentiation of monocytes into macrophages, increases B-cell IgG production. It is
important that the release of IL-6 in the inflammatory environment occurs for a huge number of
cells that secrete it, which are structural components of the infected tissue and not necessarily part
of the immune system as such, that is, mesenchymal cells, endothelial cells, fibroblasts and others
are involved in the production of IL-6. Functionally, IL-6 enters the liver through the bloodstream
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and rapidly activates hepatocytes to form C-reactive proteins, serum amyloid A, and promotes the
release of fibrinogen. Centrally, IL-6 promotes the differentiation of naive CD4 T cells into effector
and helper cells. Immunoglobulin production is regulated indirectly by IL-6 through promoting T-
follicular helper cell, B cell and plasma cell differentiation as well as IL-21.

Our research results showed that the level of IL-6 in the blood of patients with tuberculosis
significantly increased by 11.08 times, with resistance to tuberculosis - by 13.9 times. The probable
increase in the content of IL-6 in the blood plasma indicates a high activity of the systemic
inflammatory reaction, which is most pronounced in multi-resistant tuberculosis (23.70 + 13.39
pg/ml). This cytokine plays a major role in the development of the inflammatory process, the
immune response to an infectious factor and damage to the lung tissue with the formation of
massive destructive changes. IL-6 is assigned a special role as a "hepatocyte-activating factor",
which promotes the induction of the synthesis of many acute-phase proteins of the general
inflammatory response, which leads to the release of specific inflammation outside the
bronchopulmonary tissue and activation of the "systemic inflammatory response™ syndrome. It has
been proven that in tuberculosis and COVID-19, an increased level of IL-6 (next to TNF-o and
IL10) is significantly associated with a decrease in the chances of recovery and the need for
intensive care.

Conclusions. Cytokines have antigen-specific and antigen-independent immune activation.
In connection with the strengthening production of IL-6 in pathogenesis these two diseases, builds
the ground for the hypothesis that the two members of the different diseases might indeed share
common physiopathological mechanisms. Elevated systemic IL-6 levels according to disease
severity should be important for determination of higher risk of disease deterioration. Monitoring of
the IL-6 or targeting treatment may be a new target for effective treatment.

Anapymak M.O.
OCOBJIMBOCTI YPA’)KEHHS HUPOK Y XBOPHUX 3 COVID-19
Kageopa ingexyitinux xeopob ma enioemionozii
bykosuncoxuii 0eporcasnuii meouunuil ynisepcumem

Beryn. Hupku ciyxate BaxJIMBUM MeTaOOJIYHUM OPraHOM Ta € MIIICHSMH Ul YpakeHHs
SARS-CoV-2. Tox nuHi 3B’s13ky Mixk COVID-19 i rocTpum ypaXeHHSIM HUPOK MPUIUIIETHCS BCE
Ounpiie yBaru. IIpu peTpoCreKTUBHUX IOCTIDKEHHSAX B IHIIMX KpaiHax OyJio BCTaHOBIIEHO, INO
HUPKOBAa HEJOCTATHICTb 4acTo peecTpyeThes y maunieHTiB 3 COVID-19 1 moxe Oyt ofHiero 3
OCHOBHMX NPHYUH MOJIOPTaHHOI HEJJOCTATHOCTI Ta CMEPTI.

Meta pocaigskennsi. BuzHaueHHs MOMMPEHOCT] 3aXBOPIOBAHHS HUPOK 1 YACTOTU TOCTPOTO
YPaKEHHS! HUPOK y KOropTi gopociux namientis i3 COVID-19.

Marepiag i Meroam gociail:keHHsi. B HamoMy NpocneKTMBHOMY JOCIIJKEHHI B350
yuactb 92 xBopux Ha COVID-19, sxi nepebyBanu Ha CTal[iOHapHOMY JIIKyBaHHI B iH(eKIiiHHOMY
BIUIUIEHHI Ta Y BIJJUIEHHI IHTEHCUBHOi Tepamii o0yiacHOi KIiHIYHOI JikapHi. Kpurepismu
BKJIFOYEHHs1 Oynu XBopi 3 Mo3uTHMBHUM TecToM Ha SARS-CoV-2. Ilpu BCTaHOBIIEHHI J1arHO3y
Opanu [0 yBar" KIIHIKO-€MIJEMIONOTIYHI JlaHI Ta pe3yjbTaTh J1a0OpaTOpPHUX METOMAIB
JIOCITIKEHHS.

PesyabTaTn pociaimkennsi. Pozsutok rocrporo ypaxkensus aupok (I'YH) ma T Covid-19
CIIOCTEPITraloThCsl YacTillle Y MAI€HTIB i3 XPOHIYHOIO XBOPOOOI HUPOK. Pe3ynbratH moTouyHOro
JOCTIPKEHHSI TOKa3aJid, 10 y XBOPUX Ha XpoHiIuHY xBopoOy Hupok (XXH) possutrox I'VH
MPU3BOJUB IO IPUCKOPEHHS JETATbHOCTI. Y HAIIOMy JIOCTiKeHH1 y 45 mauieHTiB (48,9 %) Oyno
niarHoctoBaHo ['YH, yci BoHM BXomwnu B rpymnmy TsbkkoxBopux. Y 14 (15,2%) mnarieHTiB
possunynochk I'YH, 9 namientiB manu XXH B anamuesi. ¥ 37 narienTti Oyna npoteinypis, y 32 —
1,0 /o0y, y 5 — 2,0r/no0y y 8 — rematypis, y 15 — npoteinypis ta remarypis.Uepe3 HeBenukuii
po3Mip BUOIpKM MM HE 3MOriM jaochiautu 38’530k MK ['VH 1 cmeprhicTio. Kpim Toro, mpu
VIIMUTAJICHO MBUAKICTh KiyOoukoBoi ¢inbTpauii (LLIK®D) ictoTHO He Bigpi3HsiIacs MK JABOMa
rpynamu. Kopensuiitnuii ananiz CnipMeHa rmokasas, 110 BiK, CTaH Malli€HTa, PiBeHb IHTEPJIeHKIHY -6
(IJT-6) Takoxx mo3utuBHO KopemtoBanu 3 ['YH; omgnak, kumbkicTs mimMdoruTiB Ta piBeHb IIKD min
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