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Abstract: At the end 0f 2019, an outbreak of a new coronavirus infection was
observed in the People's Republic of China, with its epicenter located in Wuhan City,
Hubei Province. On February 11, 2020, the World Health Organization (WHO)
officially named the infection caused by the new coronavirus — COVID-19
(Coronavirus Disease 2019). On the same day, the International Committee on
Taxonomy of Viruses assigned the official name SARS-CoV-2 to the causative
agent. SARS-CoV-2 is a single-stranded RNA-containing virus belonging to the
Coronaviridae family. The S-protein of SARS-CoV-2 is structurally similar to
angiotensin-converting enzyme 2 (ACE2). After entering the human body through
the upper respiratory tract, the virus affects receptors of the respiratory epithelium,
alveolocytes, alveolar monocytes, vascular endothelium, gastrointestinal and urinary
tract epithelium, macrophages, as well as other systems and organs such as the
myocardium and the central nervous system. The core pathogenic mechanism of this
disease includes destructive-productive thrombovasculitis, hypercoagulation
syndrome, microangiopathy, and an inadequate immune response. In response to
SARS-CoV-2, a hyperergic activation of the immune system develops in patients,
leading to a severe systemic inflammatory syndrome, alteration of alveolar lung
tissue and other organs, and the development of septic shock.
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I'EHATOBUJIMAPHBIE UBMEHEHUA Y TAIIMEHTOB,
3ABOJIEBIINX KOPOHABUPYCHON MHO®EKINUEN
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3.A. DprameBa — 3aBeaymouias kadeapoi BHyTpeHHHX 00J1e3Hel
AHIWKAHCKOT0 rOCYAaPCTBEHHOI0 MeIMIMHCKOT0 MHCTUTYTA, JOLECHT.
H.A. Tuana6oeBa — accucteHT Kadeapbl BHyTPeHHHUX 00Jie3Hel

AHJIMKAHCKOT0 IrOCYJaPCTBEHHOT0 MeIMIIUHCKOT0 MHCTUTYTA.

Annoranusi: B xonre 2019 roga B Kuraiickoit Hapoanoit Pecriybmuke 66110
3a()MKCUPOBAHO BCIIbIIIKA HOBOM KOPOHABUPYCHOM HH(EKINH, SIUIEHTPOM
KOTOPOI CTall ropoA YXaHb, mpoBuHIus Xy0oii. 11 despans 2020 roga Becemupnas
opranuzanus 3apasooxpanenust (BO3) odpunumanbHO mpucBousia Ha3BaHHUE HOBOM
uHpekuu, Bei3BaHHoi kopoHaBupycom — COVID-19 (Coronavirus Disease 2019).
B ToT ke neHp MexIyHapOoaHbIA KOMHUTET MO TaKCOHOMUW BUPYCOB MPUCBOUII
Bo3Oyauteno odunmanbHoe HazBaHue SARS-CoV-2. SARS-CoV-2 — »s10
onHouenoueunbii  PHK-comepxammii  BUpyC, OTHOCSIIMICA K CEMENCTBY
Coronaviridae. S-0enoxk SARS-CoV-2 cxolleH ¢ aHTMOTEH3MH-NPEBpalaIOIUM
depmentom 2 (AIlD2). Ilomagas B OpraHu3M 4eJIOBEKa YEpe3 BEPXHUE
JbIXaTeJIbHbIE MYTH, BUPYC OKA3bIBAET BIUSHUE HA PELENTOPHI JIbIXaTEIbHOTO
AIUTENHNS, AIBBEOJOLMTOB, MOHOLUMTOB AJIbBEOJI, SHAOTEIUS COCYJIOB, SIUTEIUS
KEITYJJOUHO-KUILIEYHOTO TPAaKTa, MOYEBBIBOAAIIMX IMyTei, Makpo(aroB, a TaKke
TaKMX OpraHOB M CHUCTEM, KaK MHOKapJ M LEHTpaJbHAas HEpPBHas CHCTEMA.
OcHoBy mnaToreHe3a 3a00J€BaHHUS COCTABISIIOT JI€CTPYKTUBHO-IPOAYKTUBHBIN
TpOMOOBACKYJIUT, TUIEPKOATYJISIUMOHHBIN CHUHJIPOM, MUKPOAHTHOMATHS, a TaKKe
HEaJICKBaTHbII UMMYHHBIN OTBET. B oprann3mMe nanneHToB B oTBeT HA SARS-CoV-
2 pa3BUBaETCs TUNEPEPruuecKas akTUBAUsl UMMYHHON CHUCTEMbI, UTO MPUBOJIUT K
TSKEJIOMY CUCTEMHOMY BOCHAIUTENBHOMY CHHAPOMY, ajJbTEPALIMH AJIbBEOJISIPHON
TKaHU JIETKUX U APYTUX OPraHOB, a TAKXKE K PA3BUTHIO CENTUYECKOIO MIOKA.

KawueBsblie cioBa: SARS-CoV-2, anbBeosibl, S-0€/I0K, TUTIEPKOATYIISINSA,
Makpodaru, TKaHb, JJUMOMPOTEHUHBI, OCIJIOK.
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KOPOHABUPYC BUJIAH KACAJIJIAHI'AH BEMOPJIAPJIA
TEINNATOBUJIUAP V3T APUIILTIAP

3.A.EprameBa- AHAWKOH JaBJIAT THOOMET HHCTUTYTH HUKH
Kaca/UTMKJIap kadeapacu Myaupu, J0LEHT.
H.A.TuaboeB- AHIHKOH 1aBJIAT THOOMET MHCTUTYTH HUKH
Kaca/UTHKJIap Kadeapacu acCUCTEHTH.
Annoramusi: 2019-iimwnHNHAT oxupuaa XuToi Xank PecmyOmmkacuaa sHTU
KOPOHABUPYC MHDEKIUACUHUHT KYTAPWINILIN Ky3aTHJIU, YHUHT €MULEHTPHU. Y XaH
maxpu-Xyoeii Buiosituaa 0ynran. JXaxon cornukau cakiam tamkmiotyd (KCCT)
2020-iun 11-deBpasiga sHrM KOPOHABUPYC TOMOHUAAH YUKAPHIITAH WH(EKIUSHUHT
pacmuii Homunu 6enrunad 6epaun COBU/I-19 (<<Coponasupyc 2019>>) Xankapo
kymura 2020-iiun 11-dpeBpasima Bupyciaap TOKCOHOMHUsICH Oyiinua  udexuus
ky3raryBuucura CAPC-CoB-2 pacmuii nHomunu Oepau. CAPC-CoB-2 6up
3amxupiu PHK-yumoBun Bupyc 6ynuo, coponaBupuae ounacura mancyo. CAPC-
CoB-2 nunr C-oKCUIM aHTHOTEH3UH ainantupud 6epyBun depment (AIID2) ra
yxmam. Bupyc WHCOH opraHu3Mura [OKOpH Hadac HynnapumaH Tylrad,
pecnuparop enuTeNuid, aJBEOJOLMTIAP, ajBeoJia MOHOLMTH, TOMHpJIAp
OHAOTETUNCH, OIIKO30H-UYaK JIHUTEIUNACH, Temo0 Wyuilapu 3IUTEIHNCH,
Makpodarmnap, XaTTo MUOKap/ Ba MapKa3uil HEpB TU3UMHU KaOu OOIIKa cCUCTEMA Ba
opraHjap perenTopijiapura Tacup kypcaraau. by kacauIMKHMHT TyO MaTOTCHJIMK
MOXMSITH JECTPYKTUB-TIPOJYKTUB TPOMOOBACKYJIMT Ba THUIEPKOATYJISIMSIINA
CUHJPOM, MHUKPOAHTMONATUs Ba HWMMYH THU3UMHUHT HOaJEKBaT »KaBoOuU
xucobnanagn.  Kacammap opranmsmmaa CAPC-CoB-2 ra xaBob6aH HMMYH
TU3UMUHM TUNEPEPTUK KY3FAIUIIW, KyWIHM TU3UMIH SUUTAFJIAHUII CUHIPOMMUIA,
YyIKa anBeosisip TYKUMacu Ba OOIKa a30JapHUHT OFHUp Y3TapuIIUTa anTepauuscu
Ba CEITHK IIOK PUBOXKIJIAHOIINTA cababuu Oymanu.

Kamur cy3nap: CAPC-CoB-2, anseona, C-okcwi, THUIEpKOAryJisiius,
Makpodar, TYKuMa, JUIOTIPOTEHH, OKCHII.
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Introduction: The critical condition of COVID-19 is considered one of the
manifestations of the cytokine storm, characterized by primary and secondary
hemophagocytic lymphohistiocytosis or macrophage activation syndrome. The
cytokine storm induces a distinct viral condition known as SARS-CoV-2-
endotheliitis, in which damage to the microcirculatory system plays a significant role
in pathogenesis. Based on autopsy materials and clinical presentations, the following
morphological and clinical types of COVID-19 can be distinguished: cardiac,
cerebral, intestinal, renal, hepatic, diabetic, thromboembolic (in cases of pulmonary
artery thromboembolism), and septic (in the absence of bacterial and mycotic
sepsis). In patients with COVID-19, the main pathogenic mechanisms of
gastrointestinal tract injury include the direct effect of the virus on epithelial cells
and the indirect effect of the cytokine storm on intestinal neuroregulation. Liver
damage in COVID-19: Several studies have shown that liver injury in coronavirus
infection mainly manifests as moderate cytolysis of hepatocytes and increased levels
of liver transaminases. This process arises from the direct impact of the virus on
hepatocytes. Research conducted in various provinces of China — such as Wuhan,
Zhejiang, Zhuanzhou, and Lanzhou — reported that patients frequently experienced
reduced appetite, nausea, vomiting, diarrhea, and altered sense of smell and taste.
According to the American Gastroenterological Association, elevated liver enzyme
levels are observed in 20-30% of patients with confirmed COVID-19 infection.

In a study by N. Chen et al., which examined 99 cases, more than 30% of
patients exhibited signs of liver injury, including elevated ALT, AST, and C-reactive
protein, along with reduced albumin levels down to 40 g/L. These findings varied
across regions: 16% in Zhejiang Province, 6.2%—-22% in Lanzhou, and the highest
in Wuhan — 24.1% to 36.6%. Researchers attributed these differences to viral load
and higher levels of viremia in the bloodstream. In terms of gender distribution, it
was found that 58.2%—73.2% of infected patients were male, while 26.8%—41.9%

were female.
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Conclusion: There are currently no well-established, specific principles of
hepatotropic therapy for liver dysfunction associated with COVID-19. Treatment
strategies should focus on comprehensive assessment of the patient's condition and
timely therapeutic interventions. Addressing decreased appetite, correcting
hypoalbuminemia, restoring pulmonary ventilation, and administering antiplatelet
agents, anticoagulants, and, importantly, hepatoprotectors are key in combating the
cytokine storm. The effectiveness of treatment is confirmed by normalization of
liver function tests, reduction of patient complaints, and progressive clinical

improvement, indicating the adequacy of the chosen therapeutic approach.
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