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assessing, managing, and following up on people with mental and neurological disorders; managing people with
agitated and/or aggressive behavior; stigma and violence; evidence-based treatments for mental and neurolog-
ical disorders.

Improving human mental health and preventing mental disorders has become one of the priorities of state poli-
cy. The combat capability of the Armed Forces and the resilience of the country as a whole in the face of enormous
threats, including its very existence, depend on its solution. In general, the implementation of effective treatment
and prophylaxis of mental health is relevant in Ukraine, which requires a systematic approach, cooperation and
involvement of various parties to achieve improvement of the psychological and mental health of the population.
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Based on the results of clinical trials, the article discusses aspects of haematological manifestations and the dy-
namics of the cellular blood picture and haemostasis in severe rheumatic diseases and syndromes. The study of the
current state of the problem shows that the most common blood symptoms are neutropenia, lymphopenia, throm-
bocytopenia, haemolytic anaemia, thrombotic thrombocytopenic microangiopathy, arterial and venous thrombosis.
Thrombus formation is promoted by endothelial dysfunction, formation of a wide range of pathological antibodies,
including to vascular wall cardiolipin, nephrotic syndrome, arterial hypertension, rapid development of atheroscle-
rosis in the setting of systemic inflammation. The existing haematological symptoms, or their combination, are an
important clinical reference point for timely recognition of rheumatic disease, differential diagnosis, the possibility of
assessing the course features, the prognosis of severe complications, and the quality and safety of treatment. Among
these particularly dangerous complications requiring intensive treatment are thrombosis, haemorrhagic syndrome
and secondary thrombocytopenic microangiopathy. Neutropenia is accompanied by a risk of infections, including
generalised infections. Injectable glucocorticoids, cyclophosphamide, but if possible, anticoagulants, thrombopoiesis
and leukopoiesis stimulants, and some modern biological drugs (tocilizumab, rituximab) remain the basis for the
treatment of haematological complications. At the same time, the problem of the negative impact of synthetic and
biological anti-rheumatic drugs on blood parameters is being discussed. Secondary thrombotic thrombocytopenic
microangiopathy is a direct consequence of endothelial dysfunction in antiphospholipid syndrome, systemic lupus
erythematosus, systemic scleroderma, or the use of cytostatic agents. It includes several clinical, often urgent, condi-
tions with haemolysis in small vessels, thrombocytopenia, renal, pulmonary and central nervous system ischaemia.
The systematisation of clinical trial results on the characteristic changes in the blood cellular picture and haemostasis
contributes to the timely diagnosis and optimisation of therapeutic approaches.
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Connection of the publication with planned re-
search works.

The work was performed at the Department of Fam-
ily Medicine and Therapy and is a fragment of the ini-
tiative research project “Multidisciplinary personalised
approach to managing patients with comorbidities and
mental health disorders”. State registration number
0124U000097.

Introduction.

Rheumatic diseases (RDs) and syndromes pose a
complex diagnostic problem not only for primary care
physicians, general practitioners, and specialists of other
specialities but also for rheumatologists. Due to the
peculiarity of the course, multiorgan lesions, polymor-
phism of manifestations and diversity of debut, patients
are often left without a verified clinical diagnosis despite
numerous consultations with narrow specialists and the
possibilities of modern laboratory and instrumental di-
agnostics [1]. The problem of early diagnosis of RDs is
particularly acute, and its solution requires the skills to
recognise their specific laboratory features at the initial
visit. Clinical manifestations of severe systemic autoim-
mune diseases such as rheumatoid arthritis (RA), sys-
temic lupus erythematosus (SLE) or antiphospholipid
syndrome (APS) often include haematological manifes-
tations. At any stage of SLE, even during relative remis-
sion, leukopenia is common in approximately 50% of
cases (due to neutro — and lymphopenia), autoimmune
haemolytic anaemia and thrombocytopenia [2, 3]. The
classification criteria for SLE (SLICC, 2012) and the Amer-
ican College of Rheumatology (ACR, 1997) include leu-
kopenia <4x10°/L or lymphopenia <1x10°/L on two or
more tests. Also, thrombocytopenia <100x10°/L, but in
the absence of cytostatic agents.

The aim of the study.

To summarise clinical experience in the correct inter-
pretation of abnormalities of the blood cellular picture
and haemostasis, as well as their absence in the pres-
ence of suspected RDs or toxic effects of antirheumatic
drugs. To provide methodological support, first of all, to
primary care physicians when forming the route of a pri-
mary patient with a reasonable diagnostic hypothesis of
RD or syndrome, using elements of routine and publicly
available laboratory examination.

Object and research methods.

Analysis of modern studies on the likelihood of dif-
ferent types of haematological manifestations accompa-
nying the RDs and syndromes.

Main part.

Severe neutropenia and lymphopenia are always
markers of high activity and severe disease. Most re-
searchers explain lymphopenia as a consequence of
toxic damage, anti-lymphocyte antibodies, and accel-
erated lymphocyte apoptosis. Neutropenia is caused
by bone marrow suppression by T-lymphocytes and the
presence of anti-neutrophil antibodies. Also, high titer
anti-Ro/SS-A antibodies are associated with neutropenia
in SLE [4].

Sometimes, neutropenia in SLE is caused by specific
chemotherapy, concomitant infection, or cancer. Abnor-
malities in the clinical blood test in RDs can also be aggra-
vated by the persistence of parvovirus, cytomegalovirus,
or human immunodeficiency virus [5]. The study of my-
elogram in SLE is advisable only in case of severe pancy-
topenia, especially if there are reasonable doubts about

the autoimmune mechanism of bone marrow suppres-
sion [6]. In fact, neutropenia in SLE is a component of a
severe haematological syndrome and is combined with
thrombocytopenia, lymphopenia, hypocomplementa-
tion of C3, C4, and a positive Coombs test [7]. Leukope-
nia in systemic connective tissue diseases contributes to
the emergence of local or generalised infections. Severe
neutropenia and/or lymphopenia are associated with an
increased risk of urinary tract, skin and soft tissue infec-
tion, pneumonia, or generalised infection [8].

Felty syndrome should be considered as a cause of
neutropenia in patients with RA. It is manifested by a
classic triad: symmetrical polyarthritis, neutropenia and
splenomegaly. It can complicate up to 3% of RA cases.
However, the main diagnostic criterion for Felty’s syn-
drome is persistent neutropenia with an absolute neu-
trophil count of less than 1.5x10%/L, while the severity
of splenomegaly or joint syndrome activity may be mod-
erate. The mechanisms that cause neutropenia in Felty
syndrome are similar to SLE, namely inhibition of gran-
ulopoiesis and neutrophil maturation in the bone mar-
row, as well as shortening of their life due to increased
sequestration in the spleen. Neutropenia in Felty’s syn-
drome can also be dangerous, as it creates a risk of seri-
ous infections [9].

Thrombocytopenia is a characteristic feature of SLE,
APS, and Felty’s syndrome. Thrombocytopenia can be a
common consequence of treatment with methotrexate
or cyclophosphamide [10]. Among patients with SLE,
approximately one quarter have a thrombocytopenia of
less than 100x10°/L, and extremely severe, life-threat-
ening thrombocytopenia can be observed in the setting
of high activity. In some patients, SLE debuts with iso-
lated thrombocytopenia, which makes early diagnosis of
systemic disease much more difficult.

Thrombocytopenia in SLE can manifest itself in
varying degrees of severity. In some, it is subclinical or
transient, while in others, it can be life-threatening and
require immediate intensive treatment [3]. Thrombocy-
topenia is a poor prognostic marker of the course of SLE
and is associated with increased mortality, primarily due
to APS [11].

The possibility of heparin-induced thrombocytope-
nia should also be considered when treating APS and its
complications [4]. Platelet counts below 30x10°/L usu-
ally require intensive treatment due to the high risk of
bleeding [3]. Injectable glucocorticoids (GCs) in the form
of pulse therapy are the mainstay of treatment. Later,
in addition to GCs, cyclophosphamide helps to maintain
sufficient platelet counts [12].

In cases of thrombocytopenia refractory to GCs in
SLE, thrombopoietic stimulants (TS) demonstrate high
efficacy with almost no complications (thromboembo-
lism) [13]. Nevertheless, TSs are not recommended in
the presence of APS due to the increased risk of throm-
bosis. However, TSs may be useful for vital indications in
severe refractory thrombocytopenia.

Primary APS is characterised by sudden venous or
arterial thrombosis and habitual miscarriage in the pres-
ence of antiphospholipid antibodies. At the same time,
patients with APS may have manifestations of micro-
vascular damage to the kidneys, nervous system, heart
valves, skin, or other organs [14]. Thrombocytopenia
is one of the important but optional manifestations of
primary APS, observed in one-third of patients and is
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usually relatively mild (platelet count above 50x10°/L).
However, sometimes APS is accompanied by severe
thrombocytopenia, less than 30x10°/L, with a risk of
fatal bleeding that requires urgent intensive care [15].

Autoimmune haemolytic anaemia (AHA) is one of
the clinical criteria for SLE according to both the ACR and
SLICC classifications [16]. In patients with SLE, hemolysis
is provided by anti-erythrocyte IgG antibodies. IgG-coat-
ed red blood cells undergo severe membrane defor-
mations during passage through the spleen, lose their
strength and are eliminated by phagocytosis [17]. The
Coombs test is used to screen for the presence of an-
ti-erythrocyte antibodies, and positive results are often
found in patients with SLE [18]. Since treating SLE and
other RDs and rheumatic syndromes is predominantly
based on GCs, the intensity of haemolysis can be con-
trolled relatively successfully in most patients.

The course of chronic systemic inflammation is ac-
companied by hypercoagulation and an increased risk of
thrombosis. The risk of arterial thrombosis is especially
high in the case of antineutrophil cytoplasmic antibodies
in Takayasu arteritis, Wegener’s granulomatosis, micro-
scopic polyangiitis, and Churg-Strauss syndrome. These
severe types of systemic vasculitis, with the predomi-
nant involvement of large and medium-sized vessels,
significantly increase the risk of stroke, acute coronary
syndrome, and peripheral vascular thrombosis. Treat-
ment with antiplatelet agents and direct oral anticoag-
ulants can reduce the risk of thrombotic complications
[19].

An almost twofold increased risk of deep vein throm-
bosis and PE in the long term is observed in patients
with rheumatoid and psoriatic arthritis [20]. Patients
with SLE always have an increased risk of arterial or ve-
nous thrombosis, even despite the presence or absence
of APS. The situation is also complicated by accelerat-
ed atherosclerosis in RDs due to endothelial dysfunc-
tion, secondary arterial hypertension (AH), nephrotic
or GC-induced cushingoid syndrome [21]. In almost half
of patients, thrombosis is the first symptom or occurs
within the first year after the diagnosis of SLE. The risk
is increased by high disease activity, severity of hyper-
tension, nephrotic syndrome, and treatment with high
doses of GCs.

Secondary thrombotic thrombocytopenic microan-
giopathy (TMA) directly results from endothelial dys-
function in APS, SLE, systemic scleroderma or cytostatic
agents. Within the framework of RD, it encompasses
several clinical, often urgent conditions with haemolysis
in small vessels, thrombocytopenia, renal, pulmonary
and central nervous system ischaemia [11, 22].

The presence of TMA in combination with APS is not
always a direct consequence of RDs. A differential diag-
nosis with an infectious process, oncological disease,
pregnancy, disseminated intravascular coagulation syn-
drome, primary thrombocytopenic purpura, and hae-
molytic uremic syndrome is required [11].

The lymphotoxic agent rituximab is a promising
treatment for severe thrombocytopenia. In many stud-
ies, rituximab provided almost 100% long-term stabili-
sation of platelet counts at a safe level, although there
was a relatively high risk of relapse in the future [23, 24].

Sometimes TMA may be secondary to SLE. In this
case, the course of TMA may be underestimated, as
anaemia, thrombocytopenia, nephropathy, or neurolog-

ical symptoms may be associated with exacerbation of
SLE. The presence of TMA has been shown to be asso-
ciated with higher SLE activity and a significantly worse
prognosis for lupus nephritis [25].

Acute scleroderma nephropathy (ASN) is one of the
most life-threatening diseases and is also a common rea-
son for intensive care unit admission. Obviously, the only
way to prevent ASN is to strictly control the activity of
the disease. It is clinically manifested by extremely ma-
lignant, treatment-resistant hypertension, haemolysis,
oliguria, renal failure, proteinuria, thrombocytopenia,
retinopathy, hypertensive encephalopathy, pericarditis,
acute left ventricular failure in the absence of adequate
blood pressure control [26].

Potentially adverse effects on blood parameters of
many disease-modifying anti-rheumatic drugs used to
treat inflammatory arthritis, such as rheumatoid or pso-
riatic arthritis.

Neutropenia caused by tumour necrosis factor-alpha
(TNFa) inhibitors can occur even in the second year after
the start of treatment. Episodes of neutropenia occur in
about 10-15% of patients while taking TNF-a inhibitors.
Usually, neutropenia associated with TNF-a inhibitors is
mild to moderate, but sometimes it can cause danger-
ous infections. The absolute neutrophil count usually re-
covers quickly after treatment is discontinued, and once
normalised, TNF-a inhibitors can be resumed. System-
atic monitoring of neutrophils during treatment with
TNF-a inhibitors is not strictly regulated, but periodic
monitoring of clinical blood counts during treatment is
desirable if possible [27].

Late neutropenia, which occurs within a year of rit-
uximab treatment, can be observed in patients with RDs
but occurs in a small number of patients and disappears
relatively quickly after treatment is completed. In some
patients, neutropenia after rituximab provoked severe
infections that required antibiotic therapy, but all re-
covered without consequences [24]. In the case of neu-
tropenia, granulocyte-macrophage colony-stimulating
factor promotes the recovery of their content after rit-
uximab therapy, in approximately 20 weeks, in patients
with both RA and SLE or systemic vasculitis.

The Janus kinase inhibitor tofacitinib, which is mainly
used to treat RA, can cause mild neutropenia during two
years of treatment without severe consequences.

Interleukin-6 receptor inhibitors, such as tocilizum-
ab, which are indicated for the treatment of RA and
systemic vasculitis, can cause both neutro — and throm-
bocytopenia. Neutropenia caused by tocilizumab has
not been associated with increased serious infections.
Interleukin-6 is responsible for thrombopoiesis by in-
ducing thrombopoietin, so the blockade of interleukin-6
receptors may be accompanied by thrombocytopenia. In
this case, there is no risk of bleeding due to other ways
of stimulating thrombopoiesis independent of interleu-
kin-6 [28].

Conclusions.

The systematic knowledge recently accumulated
in clinical trials about the characteristic changes in the
cellular picture of blood and haemostasis contributes to
the timely detection of RDs at the initial visit, differential
diagnosis, risk assessment, and, accordingly, treatment
approaches. The most threatening conditions are severe
thrombocytopenia, thrombosis, and acute scleroderma
nephropathy. Anaemia, neutropenia, lymphopenia, and
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thrombocytopenia are traditionally the signs of severe
RDs. A wide range of antirheumatic drugs significantly
contribute to the pathology of the haemogram.
Prospects for further research.
Monitoring of new clinical trials on the problem of
haematological manifestations of RDs is likely to improve

diagnosis, risk stratification of severe complications, im-
provement of therapeutic approaches, supplementation
of modern treatment protocols with thrombopoiesis

and leukopoiesis stimulants, modern anticoagulants.
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FEMATONOTIYHI AHOMANIT PEBMATUYHUX 3AXBOPKOBAHb | CMHAPOMIB
MonTtaBcbKui gepaBHUIt MeguuHUiA yHiBepcuteT (M. MonTasa, YKpaiHa)
h.volchenko@pdmu.edu.ua

Y cmammi, Ha niocmasi pe3ynbmamie KaiHiYHUX 0o0cCnidOnceHb, 062080peHi acnekmu 2emamoso2iyHoi
MaHihecmayil, a maKkow OUHAMIKU KAIMUHHOI KApMUHU Kposi | 2emocmasy Mnpu BaM(KUX PesmMamuyHUX
30X80PHOBAHHSAX | CUHOpOMAX. Bus4eHHsA cyyacHo20 cmaHy npobaemu cgioyume npo me, wjo Halibinbw nowupeHor
cumnmomamuroro 3 bOKy Kpoei € HelimponeHis, niMmgoneHis, mpombouumoneHis, 2emonimu4yHa aHemis,
mpombomuyHa mpomboyumoneHiyHa MikpoaHaiornamis, apmepiansHulii eeHo3HUli mpomb03. Tpomb0oymeopeHHo
cripuse eHoomenianeHa OUCYHKUYiA, YyMBOPEeHHA WUPOKO20 CrieKmpy MAamoso2iYHuUX aHmumin, y momy yucai
00 KapdioniniHy cyOUHHOI cMiHKU, HegpomuyHuUli CUHOPOM, apmepianbHa 2inepmeHsid, WeuodKuli po38uUMoK
amepocKnepo3y Ha (poHi cucmemHo20 3ananeHHA. HaaeHi eemamosnoaiuHi cumnmomu, abo ix KombiHayis,
A61710Mb 06010 8axaUBUl KNiHiYHUU opieHMUp 019 CBOEYACHO20 PO3Mi3HABAHHA PEBMAMUYHO20 30X80PIOBAHHS,
dugpepeHyianbHo20 0iazHO3Y, MOXAUBOCMI OYiHKU ocobsiusocmeli nepebiey, npo2HO3y 8AMKUX YCK/AAOHEeHb, a
makoxc akocmi i 6ezneyHocmi nikyeaHHA. Ceped makux, 0cobauso Hebe3neyHux ycKAaoOHeHb, wo nompebyromso
iIHMeHcuBHO20 NiKy8AHHA €i0 03HaYUMU MpPombo3, eemopaziyHuli CUHOPOM i 8MOPUHHY MPOMBOYUMOIEHIYHY
MiKpoaHeionamito. HelimporeHis cyrnpo8ooxyemscs pu3ukom iHghekyil, y momy yucsai 2eHepanizoeaHux. OCHO80HO
MIKYBAHHA 2eMamos02iYHUX YCKAAOHeHb 3aaAUWaromeca iH ekuiliHi entoKoKopmukoiou, yukaogocgpamio, ane npu
moxaueocmi lio2o npu3HavyeHHs, AHMUKOA2YAAHMU, CMUMyaamopu mpombo- ma nelikorioesy, 0esKi cy4acHi
bionoeziyHi npenapamu (moyunizymab, pumykcumab). OO0HoyacHo 062080pHOEMbLCA MpPobaema He2amueHO20
8nauUBy HA [MOKA3HUKU Kpos8i CUHMemu4Hux ma b6iono2iyHUX npomupesmamuyHuUx 3acobis. BmopuHHa
mpombomuyHa MmpomboyUMOreHiYHa MIKpOoaH2ionamisa € nNPAMUM Hacniokom eHoomenianbHOI OUCyHKUII npu
aHmMugocgoninidoHomy cUHOPOMI, CUCMEMHOMY YepB8OHOMY 8084aKY, cUCMeMHIli cCKaepodepmii abo 3acmocy8aHHI
uumocmamu4Hux 3acobie. Bkatouae y cebe KinbKa KAiHIYHUX, 4aCmo HegiOKAAOHUX CMAHi8, 3 2eMO0s1i30M y OpPibHUX
cyoOuHax, mpomboyumoneHiero, iWemieto HUPOK, e2eHb i yeHmpasabHoi Hepeosoi cucmemu. Cucmemamu3ayis
pe3ysbmamis KniHiyHux 00cnioHeHb w000 XapaKkmepHUX 3MiH KAIMUHHOI KapMmUuHU Kposi ma 2emocmasy Cripusie

ceoeyacHili diaeHocmuuyi ma onmumizauii mepanesmuyHux nioxodis.

Knwouosi cnosa: peeMamuyHi 3ax80pto8aHHA, reliKoneHis, mpomboyumoneHia, mpomb0o3, 2emonimu4Ha

aHemis.

3B8’A30K ny6aiKauii 3 n1aHOBMMM HayKOBO-AOCAIg-
HUMU poboTamu.

PoboTa BMKOHaHa Ha Kadeapi cimeliHOI MmeanumHu
i Tepanii Ta € dparmeHTOM iHiujatmBHoi HAOP «Mynb-
TUANCUMNAIHAPHUIA NepCcoHiPiKOBaHUIM niaxis 40 me-
HEeAXKMEHTY MaLieHTiB 3 KomopbigHo naTonorieto Ta
NopyLUIEHHAM MEHTaNbHOIO 340p0B’A». [leprKaBHui pe-
€cTpauinHuii Homep 0124U000097.

Bcryn.

PeBmaTtuuHi 3axBoptoBaHHA (P3) i cuHapoMM ABNAIOTL
cob0t0 BaXKKY AiarHOCTUYHY Npobnemy He TinbKu ans
NiKapiB NepBMHHOI NaHKK, TepanesTiB, $axiBLiB iHLWKX
cneujanbHOCTER, ane i gns cneujianicTiB-peBMaToNOrIB.
Yepes ocobnuBicTb nepebiry, MynbTUOPraHHICTb ypa-
YKeHb, nonimop¢iam NpoABiB Ta pPisHOMAHITTA AebioTy,
YacTo TPMBANO, MALEHTU 3anuwatoTbea H6e3 Bepudiko-
BAHOrO KAIHIYHOrO AiarHo3y, He3Baakuu Ha YUCESbHI
KOHCY/IbTaLLii BY3bKMX CNewiasicTiB i MOX/IMBOCTI cyyac-
HOi NabopaToOpHO-IHCTPYMEHTanbHOI AiarHocTukm [1].
Ocob1BO rocTpo CTOITb Npobaema paHHbOro AiarHo3y
P3, BupiweHHnA AKoi, NoTpebye HaBUYOK PO3Mi3HaBaHHA
X cneundiyHnMx NabopaTopHUX OPIEHTUPIB NPU NEPBUH-

HOMY 3BepHeHHi. KniHiYHOIO MaHidecTalieto BaXKKUX
CUCTEMHMX ayTOIMYHHWX 3aXBOPOBAHb, TAaKUX AK pPeB-
MaToigHNi apTpuT (PA), CUCTEMHUIA YepBOHMUI BOBYAK
(CYB) abo aHTMdochoninigHnn cuHapom (ADC) yacto €
rematosioriyHi nposasu. Ha ntobomy etani nepebiry CYB,
HaBIiTb NiA, Yac BIAHOCHOI peMmicii, 4acTo cnocTepiraeTbeA
nerKkoneHis, npubaunsHo y 50% (3a paxyHOK HeilTpo — Ta
nimooneHii), ayToiMmyHHa reMoniTUYHa aHemisa i Tpombo-
uutoneHin [2, 3]. Knacuoikauinni kputepii CYB (SLICC,
2012), a TakoXX AMEpPUKaHCbKOTO Ko/ledsKy PeBMaToo-
ris (ACR, 1997) BKkato4atoTb sieikoneHio <4x10°/n abo
nimooneHito <1x10°/n npu ABox i Ginblue AocnigxKeH-
HAX. Takox TpomboumToneHrito <100x10°/n, ane 3a Bia-
CYTHOCTi NPUIAOMY LLUTOCTAaTUYHMX 3acObiB.

MeTa gocnigKeHHs.

Y3arasbHEHHA KANiHIYHOro A0CBiAy MPaBU/IbHOI iH-
TepnpeTauii aHoOManih KNiITUHHOT KapTUHU KPOBI Ta re-
MOCTa3y, a TaKOX iX BiACYTHOCTI, NP1 HAABHOCTI Nig03pKn
Ha P3 abo TOKcWMYHOI Aji npoTMpeBmaTMYHUX 3acobis.
Hazmatv metoanyHuiA cynposig, y nepLuy yepry fikapam
NepBUHHOI IaHKK, NpU GOPMYBaAHHI MapLLIPyTy NepPBUH-
HOTrO MaLieHTa i3 06rPyHTOBAHO AiarHOCTUYHOLO rino-

40
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Te30t0 P3 abo CMHAPOMY, BUKOPUCTOBYHOUWN E€NEMEHTH
PYTUHHOrO Ta 3ara/ibHOA4OCTYNHOro nabopaTopHoOro ob-
CTEXEHHA.

O6’eKT i meTOAU AOCNIAKEHHA.

AHani3 cyyYyacHMX AOCNIAXKeHb, WOoAO BiporigHOCTI
BUHWUKHEHHA Pi3HOBMAiIB reMaToNOoriyHMX MPOABIB, WO
CynpoBOAXKYOTb P3 i cuHapomum.

OCHOBHa YacTuHa.

Barkka HEMTpPOMeHiA, a TaKoX NiMmdoneHisn 3aBXau €
MapKepoM BMCOKOI aKTMBHOCTI i BaXKKoro nepebiry 3a-
XBOPIOBaHHA. biNblWicTb AOCAIAHUKIB NOACHIOTb NiM-
doneHit0 HaCNIAKOM TOKCMYHOIO YParKeHHA, aHTUAIM-
doUUTAPHUMM aHTUTINAMM Ta NPUCKOPEHUM anoNTO30M
nimoouuTis. HelTponeHia obymosneHa NpUrHiYeHHAM
KicTKOBOro mo3Ky T-nimdountamm i HasaBHICTIO aHTUHEN-
TPOdinbHMX aHTUTIN. TakoK, aHTU-RO/SS-A aHTUTING Y
BMCOKOMY TUTPI NOB’A3aHi 3 HelTponeHieto npu CYB [4].

IHogZi, HeWTponeHis npu CYB obymosneHa cneuwu-
diyHOO XimioTepanieto, cynyTHbOM iHpeKLUieto abo OH-
KOMOTIYHUM 3aXBOPIOBAHHAM. AHOManii y KniHIYHOMY
aHanisi Kposi Npu P3 MoXKyTb ByTM 06TAXKEHI TaKOXK Nep-
CUCTEeHLiEl0 NapBOBipycCy, uMToMeranosipycy, abo Bipycy
imyHogediunty ntogmHu [5]. BUBUEHHS mienorpamu npm
CYB pouinbHe nvwe npu BaKKil maHuuMTOMeHii, oco-
6AMBO MPW HAABHOCTI OBrPYHTOBAHMX CYMHIBIB W0A40
came ayTOIMYyHHOro MexXaHi3my NPUrHiYeHHA KiCTKOBOro
MO3Ky [6]. Mo cyTi, HelTponeHia npu CYB € cknagoBoto
Ba’KKOIO remaTo/I0ri4yHOro CMHAPOMY Ta KOMbBiIHOBaHa i3
TpombouuToneHieto, NimponeHieto, rinokomnaemeHTe-
mieto C3, C4, no3ntuBHUM TecTtom Kymbea [7]. Sleikone-
Hifl P CUCTEMHUX 3aXBOPIOBAHHAX CNOYYHOT TKAHWUHM
CrnpwuAe nonAsi NI0KaNbHUX abo reHepanizoBaHUX iHbek-
uin. BuparkeHa HelTponeHia i/abo nimdonenis, acou-
MOBaHi i3 NiABULLEHUM PU3UKOM iHEKLT ce4oBUBIAHMX
WAAXIB, WKipK Ta M'SKUX TKaHMH, NHEBMOHIi abo reHe-
panisoBaHoi iHdeKuiT [8].

CuHgpom ®enti cnig po3rnagatv AK NPUYNHY Hent-
TponeHii y nauieHTiB 3 PA. MpoABAAETLCA KAACMUYHOK
TPiagoto: BNACHE CUMETPUYHUIA NONIAPTPUT, HelTpone-
Hif i cnneHomerania. Moxe ycknagHiosatn o 3% Bu-
nagkis PA. OgHaK ronoBHUM AiarHOCTUYHUM KPUTEPIEM
cuHapomy denti € cTika HelTponeHis 3 abcontoTHO
KiNbKicTIo HenTpodinis meHwe 1,5x10°/a, npu ubomy
BMPA3HiCTb cniieHomeranii abo akTMBHOCTI cyrno6oBoro
CMHAPOMY MOKe ByTu nomipHow. MexaHi3mu, sKi 3y-
MOB/IIOIOTb HEMUTponeHito nNpu cuHapomi Penti nogibHi
80 CYB, a came NpuUrHiYeHHA rpaHyonoesy Ta A03piBaH-
Hs HEMTPO®IiNiB Yy KICTKOBOMY MO3KY, @ TAKOXK CKOPOYEH-
HA X XUTTA Yepes NigBuLLEHY CEKBECTPALLitO Yy cenesiH-
ui. HeitponeHisa npu cuHgpomi Penti TakoK Moxke 6yTK
Hebe3neyHow, OCKINIbKM CTBOPIOE PU3IMKU CEPUO3HUX
iHpekuin [9].

TpombouuTOoneHia € xapakTepHot o3Hakot CYB,
ADC T1a cuHgpomy Penti. TpombOLMTOMEHIA MOXKe
OyTM XapaKTEPHUM HACNIAKOM NiKYBaHHA METOTPeK-
catom abo uuknodochamigom [10]. Cepepn nauieHTiB
3 CYB, npmnban3HO 4YBEpTb, MalOTb TPOMDBOLMTOMEHIIO
meHwe 100x10°/n, npu ubomy, Ha GOHi BUCOKOT aKTUB-
HOCTi MOXe CNOCTepiraeTbCA BKpaW BaKKa, 3arpo3nnsa
ONA KUTTA TpoMmbouumToneHis. Y aeakux nauieHTis, C4B
8ebloTye came i301b0BaHOK TPOMBOLMTONEHIELD, WO
3HAYHO YTPYAHIOE PaHHIM AiarHO3 CUCTEMHOIO 3aXBOPIO-
BaHHA.

TpombouuToneHia npu CYB moxKe npoABnATUCA
Pi3HMM CTyneHem BaKKOCTi. Y AesKkux, nepebir ii cyb-

KNiHIYHWI abo TPaH3UTOPHWIN, TOAI AK B iHWWX, MOXKe
6yT1 Hebe3neuyHMM A4 KUTTA | noTpebyBaTh HeramHoro
iHTeHcMBHOTO NiKkyBaHHA [3]. TpombouuToNneHia € nora-
HMM MPOTrHOCTUYHUM MapKepom nepebiry CYB, nos’s-
3aHa 3 NiABMULLEHOI CMepTHiCTIo, 6araTo B Yomy Yepes
ADC [11].

MOXNUBICTb renapuH-iHAyKoBaHoi Tpombouutone-
Hil TaKOX cAlif BpaxoByBaTM came npu AikyBaHHi APC i
noro ycknagHeHb [4]. KinbKicTb TPOMBOUMTIB HUNKYeE
30x10°/n 3a3BM4ait NOTPebye IHTEHCMBHOTO JIIKYBaHHS,
yepes BUCOKUI pu3KMK KposoTedi [3]. IH eKuinHi rto-
KoKopTukoian (FK) y perumi nynbc-Tepanii € oCHOBO
NikyBaHHA. lisHiwe, B gogatok go K, nigtpumysatun
[OCTaTHIM piBeHb TpOMbOUMUTIB AoNOMarae umnknodpoc-
damig [12].

Y Bunagkax pedpaktepHoi go MK Tpombouutone-
Hii npu CYB, ctumynatopu Tpombonoesy (CT) gemoH-
CTPYHOTb BUCOKY ePeKTUBHICTb, NPAaKTUYHO HaBiTb 6e3
BUMNAAKiB yCKNagHeHb (Tpomboembonii) [13]. Tum He
meHw, CT He pekomeHAaytoTbcs npu HaasHocTi ADC
yepes NiaBULLEHUI PU3UK TPOMOO3Y. Afle MO XKUTTEBUM
nokasaHHsam, CT MOXKyTb BYTU KOPUCHUMUK MpPU BaKKii
pedpaKTepHilt TpombouuTOoNEHii.

MepBuHHUIA APC xapaKTepu3yeTbCA PanToOBUM Be-
HO3HMM abo apTepiaibHUM TPOMBO30M, 3BUUHUM He-
BMHOLUYBAHHAM BariTHOCTI NpW HaaBHOCTI aHTUdOChO-
ninigHnx aHtUTIA. MpK ubomy, nauieHTn 3 APC MoXKyTb
MaTh NPOSIBU MIKPOCYAMHHOIO YpaXKEHHA HUPOK, Hep-
BOBOI CMCTEMW CeEpLEBMX KanaHis, WKipyM abo iHWwux
opraHis [14]. TpomboUMTOMNEHIA € OAHUM i3 BaXKANBMX,
ane HeoboB’A3KOBUX NpoABiB NnepsrMHHOro A®C, cnocre-
piraeTbcA y TPETUHM NALLiEHTIB | 3a3BMYal € BiAHOCHO He-
BaXKKolo (KiNbKicTb TpombouuTis suuwe 50x10°/n). Ane
iHoai A®C cynpoBOAKYETLCA BaXKKOK TPOMBOLUTONEH -
€10, meHwe 30x10°/n 3 pusmMkom datanbHOI KPpoBOTEUi,
AKa noTpebye HeBiAKNALHOIO iIHTEHCMBHOIO /liKYBaHHSA
[15].

AyToiMmyHHa remonituyHa aHemis (ATA) € ogHum 3
KNiHIYHMX KpuTepiis CYB 3a knacudikauiamm ak ACR, Tak
i SLICC [16]. Y naujeHTiB 3 CYB remonis 3abe3neyyoTb
aHTMepUTPOLUTapHi aHTUTINA IgG. EpuTpoumTtn, BKpUTI
aHTUTINAmMKM 1gG, 3a3HAOTb BaXKUX MeMbpaHHUX ae-
dopmalLiii nig yac NPOXoaKeHHA Yepes cenesiHky, BTpa-
YalTb MILHICTb | WAAXOM $arouMTo3y enimiHyTbcA
[17]. TecT Kymbca BUKOPUCTOBYETLCA ANSA CKPUHIHTY Ha-
ABHOCTi aHTUEPUTPOLMUTAPHUX AHTUTIN, | NO3UTUBHI MO0
pe3ynbTaTM YacTo MOMKHa 3yCTpiTM y nauieHTiB 3 CYB
[18]. Ockinbku nikyBaHHA CYB Ta iHWKMX C3 i peBMaTUY-
HUX CUHAPOMIB NepeBaXKHO 6a3yeTbea Ha K, y 6inbLo-
CTi NALLIEHTIB IHTEHCMBHICTb reMOo1i3y BAAETHCA BiZAHOCHO
YCMilUHO KOHTPONIOBATW.

Mepebir XpPOHIYHOTO CUCTEMHOTO 3aMasibHOro NpoLie-
Cy CyNnpOBOAMKYETHLCA TiMNEepKOAryAAL€d i MigBULLLEHNM
pusnkom TpomboyTBopeHHA. OcobnmBy Hebesneky ap-
TepiasbHOro TPOM603y CTBOPIOIOTb AHTUHENTPOdINbHI
LMTOMIA3MaTUYHI aHTUTING Npu apTepiiTi Takaacy, rpa-
HyN1bOMaTO3i BereHepa, MiKpOCKOMNIYHOMY MNOAiaHriiTi,
cnHapomi Yapra-Crpoca. Lli BaXkki pisHoBMAM cuctem-
HWUX BACKYAITIB 3 MepeBaXXHUM YpParKeHHAM CyAWH Be-
JIMKOTO Ta cepeHix Kanibpis 3HAYHO Mipoto MiABULLY-
I0Tb PU3MK IHCYNbTY, FOCTPOro KOPOHAPHOIO CUHAPOMY,
a TaKOX TPOMbBO3y nepudpepuyHMX CyaAuH. 3MEHLIUTU
PU3NKKM TPOMBOTUYHUX YCKNaAHEHb A03BOJIAE Tepanis
QHTUTPOMBOLMTAPHUMM 3acobaMu, @ TaKOXK NPAMUMM
OpaNbHUMK aHTUKoarynsaHTamum [19].
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NiaBMWEHNA Malixke BABIYI pU3KK Tpomb0o3y rnbo-
Kux BeH i TEJIA, y AOBroCTpOKOBIlA MepcneKkTMBi cnocTte-
PIraeTbCcA y NaLEHTIB i3 peBMaTOigHUM | NCOpUATUHHUM
aptpuTtom [20]. MaujeHTn 3 CYB 3aBKAM MatoTb NiaBuU-
LEHNA PU3KNK apTepiaNbHMX abo BEHO3HUX TPOMbO3iB,
HaBiTb HE3Ba)KalouM Ha HasBHICcTb abo BigcyTHiCTb ADC.
CuTyauia TaKOX YCKNAAHAETbCA MNPUCKOPEHMM aTe-
pocknepo3om npu C3 yepes eHgoTenianbHy ANCPHYHK-
Ljto, BTOPMHHY apTepianbHy rinepteHsito (Al), Hedpo-
TUYHUI abo TK-iHAYKOBAaHMI KYLWMHFOIAHUA CUHAPOM
[21]. Maitke y NONIOBUHM NaLLEHTIB, TPOMbO3M € BRac-
He nepwum cMMnNTOoMoMm, abo BigbyBalOTLCA MPOTArOM
NnepLIoro PoKy Nic/iAa BCTAaHOBEHHA AiarHo3y CYB. Pusumk
NiABULLYE BUCOKA aKTUBHICTb 3aXBOPIOBAHHA, BaKKiCTb
AT, HeGPOTMYHOIO CMHAPOMY, A TAKOXK NiKyBaHHA Be/N-
Knmn gosamm K.

BTopuHHa TpoMbBOTUYHA TPOMBOLMTONEHIYHA MiKpPO-
aHrionartia (TMA) € npAMMM HacNiAKOM eHAaoTenianbHOl
anchyHKuii npn A®C, CYB, cucTemHin cknepogepmii
abo 3acToCyBaHHI LUTOCTAaTUYHMX 3acobiB. Y mexkax P3,
OXOMJIKOE KiNbKa KNiHIYHUX, YaCTO HEBIAKNAAHUX CTaAHIB,
3 remoslisom y ApibHUX cyauHax, TPOMOOLMTOMNEHIEHD,
iLleMi€t0 HUPOK, NereHb i LeHTPaIbHOI HEPBOBOI CUCTe-
mu [11, 22].

HaaHictb TMA y noeaHaHHi 3 APC He 3aBXAn € Npsa-
MUM Hacnigkom P3. MNoTtpibeH andepeHuinHnii giarHos
3 iHPEKLiMHMM NPOLECOM, OHKOMOTIYHUM 3aXBOPHOBaH-
HAM, BariTHICTHO, CUHAPOMOM AMCEMIHOBAHOMO BHYTPILU-
HbOCYZAMHHOIO 3ropTaHHA KpoBi, NepBUHHOI Tpombo-
LUTOMEHIYHOK NYpPNyporo, remoniTMKO-ypemiyHMnm
cuHgpomom [11].

MepcnekTMBHUMMK 3acobamu 60poTbOM 3 BaXKKOI
TpombouuToneHieto € NiIMPOTOKCUMUHMI 3acib pUTYKCHK-
mab. Y 6araTbox [OCAIAXKEHHs pPUTYKcMmab 3abesne-
yyBaB npaktuyHo 100% Ta TpuBany ctabinizayito piBHA
TpombouuTiB Ha HGesneyHoMy PiBHi, xo4a i3 BiAHOCHO
BMCOKMM PU3UKOM peuuansy y noganbluomy [23, 24].

IHoai TMA morke ByTU BTOPMHHOI MO BiAHOLIEHHIO
no CYB. Mpwu upomy, nepebir TMA moxke 6yTn Hegoo-
LiHEHUM, OCKINIbKM aHemis, TpombouuToneHis, Hedpo-
natis, abo HeBpPONOriYHa CMMNTOMATUKA MOXKYTb BYTK
nos’sA3aHi i3 3aroctpeHHam CYB. [loBeaeHo, WO HasB-
Hictb TMA acouinoBaHo i3 6inbll BUCOKOK aKTUBHICTIO
CYB Ta 3HAYHO ripwmm NPOrHo3om LWoao nepebiry nto-
nyc-Hedbputy [25].

focTpa cknepoaepmiyHa Hedponatia (FTCH) € ogHi-
€10 i3 3arpoO3/NBILLMX ANA XKUTTA, @ TAKOXK € NPUBULOM
ONA rochiTanisauii y BiggineHHA iHTeHCMBHOI Tepanii.
OueBMAHO, WO €ANHUM 3acobom HegonyuieHHA TCH €
YKOPCTKUIN KOHTPOIb aKTUBHOCTI 3aXBOPIOBAHHA. KniHiy-
HO MPOABAAETLCA BKPAM 3N10AKICHOIO, PE3UCTEHTHO A0
NikyBaHHA Al, remoni3om, Onirypieto, HUPKOBOK HeJo-
CTaTHICTIO, NpOTeiHypieto, TPOMBOLUTONEHIED, PETUHO-
naTieto, rinepTeH3MBHOW eHuedanonaTielo, nepukap-
ONTOM, FTOCTPOKO NiBOLUIYHOYKOBOK HEAOCTATHICTIO Ha
bOHI BiACYTHOCTI MOMAMBOCTI af,eKBAaTHOrO KOHTPOJIIO
apTepiasbHOro TUCKy [26].

MOTEHUiMHO HECMPUATAUBUIA BNAMB Ha MOKA3HWUKMU
KpoBi 6araTbox XBOpoHOMOAMPIKYHOUMX MPOTUPEBMA-
TUYHWUX NPenaparTiB, WO 3aCTOCOBYOTLCA ANA NiKyBaHHA
3anManbHUX apTPUTIB, HAaNPMUKAAL TaKUX AK peBmaToia-
HUI abo NcopiaTUYHMNIN apTPUT.

HeliTponeHisa, cnpuynHeHa iHribitopammn dakTopy
HeKkpo3y nyxauH anbda (iOHMa), moxke cnocTepiratuca
HaBiTb Ha APYromy poui Bif, NOYaTKy NiKyBaHHA. Eni3o-
OV HeWTponeHii, Ha ¢oHi npuiiomy iOHMaA BUHMKAE Y
6nm3bko 10-15% naujieHTiB. 3a3Buyali, HeUTpPONeHis,
acouiioBaHa i3 i®HMa € nerkoto abo nomipHoto, ane
iHOZi, MOXe CTaTU NpUYMHOK HebesneyHux iHdeKuil.
ABCOMIIOTHA KiNbKicTb HelTpodinis 3a3BMyait LWBUAKO
BiAHOB/IIOETBLCA MICAA NPUMUHEHHA NiKYBaHHA, i, nicna
HopMmani3zauii, 3actocyBaHHs i®PHMa MoOXKHa BiAHOBUTH.
CUCTEMATUYHUI KOHTPONb HenTpodinie Ha GOHI NiKy-
BaHHA iPHIMa KOPCTKO He pernameHTOBaHWI, ane npu
HaABHI MOMNMBOCTI, 6aykaHUI NepioaAnUYHNIA KOHTPOb
33 KNiHIYHWMM aHanNi3om KpoBi Mig Yac NikyBaHHA [27].

Mi3HA HEenTponeHina, WO BMHWUKAE MPOTATOM POKY
nicns NikyBaHHA PUTYKCMMaboM, Mo3Ke cnocTepiratucs y
naujienTiB i3 P3, ane BUHMKAE Y HE3HAYHOI KiNIbKOCTI i Big-
HOCHO LUBMAKO 3HUKAE HA POHI 3aKiHYEHHA NliKyBaHHA.
Y AeAKMX NaLieHTIB, HEUTPONEHIA MicAa pUTYKCMMaby
CNPOBOKYBa/ia CepinosHi iHdeKLil, Wwo notpebyBann aH-
TMbioTMKoTepanii, ane BCi oayKanu 6e3 Hacnigkis [24].
MpaHynouuTapHo-makpodaranbHUi KONOHIECTUMYAIOLO-
unit paKkTop y BUMALKY HEMTPOMEHii, cCnpuAe BiAHOBNEH-
HIO IX BMICTYy nicna Tepanii putykcumabom, npubansHo
3a 20 TUXKHIB, Yy NauieHTiB AK i3 PA, Ta i CYB abo cucrtem-
HUMW BACKyNiTamMu.

IHriBiTOp AHYC-KiHa3WM TodaUMTUHIG, WO nepesBaXkHO
3aCTOCOBYETbCA ANA NiKyBaHHA PA, npoTtarom 2 pokis
NiKYBaHHA MOe CMPUYMHUTU HE3HAYHY HEUTPOMeHito,
npv Yyomy 6e3 BaXKKMX HacnigKis.

IHriGiTopK peuenTopiB iHTep/ElKiHy-6, TaKi AK ToUU-
Nisymab, Aki nokasaHi ana nikysaHHA PA Ta cucTemHMX
BACKY/ITIB MOXYTb OYTM MPUUMHOIO AK HEWUTPO-, TaK i
TpombouuToneHii. HelTponeHia, cnpuynHeHa Touwmni-
3ymabom, He Byna nos’sa3aHa 3i 36iNbLUEHHAM KiIbKOCTi
Cepno3HNX iHpeKLiN. IHTepneKiH-6 BignoBiganbHUI 3a
Tpombonoes wWAAXoM iHAYKUiT TPOMBOMNOETUHY, TOMy
6nokafa peuenTopiB iHTEPAEKiHY-6 MOXe CynpoBo-
AXKyBaTUCA TpombouumToneHito. B Lbomy BUMagKy He
BMHWKAE PU3MKY KPOBOTEYI, Yepes HasABHICTb iHLWKX, He-
3a/IEXKHUX BifL iIHTEPNIEMKUHY-6 WAAXIB CTUMYNALLT TPOM-
bonoesy [28].

BucHoBKM.

CrctemaTn3oBaHi 3HaHHA, OCTaHHIM Yacom HaKonu-
YeHi Yy KNIHIYHMX SOCNIOKEHHAX NPO XapaKTepHi 3MiHU
KNITUHHOI KapTMHM KPOBi Ta remMocTasy CnpuAlTb CBOE-
YacHOMY BMABAEHHIO P3 npu nepBMHHOMY 3BEPHEHHI,
andepeHUinHOMY AiarHo3y, a TaKoXK OLLiHLi pU3KKIB Ta
BiAMOBIAHO NiaxoAis A0 NiKyBaHHA. Hanbinbw 3arpos-
JNIMBUMM CTaHaMM C/if, BBAXKATU BaXKKy TpombouuTtone-
Hito, TPoMb03 Ta rocTpy ckaepogepmidyHy HedponarTito.
O3HaKolo BayKKoro nepebiry P3 TpaauuinHo 3anuwa-
I0TbCA aHeMifA, HelTponeHis, nimdoneHia Ta Tpombouu-
TOMneHiA. Baromuii BHECOK Yy NaToO/Oril0 remorpamm 3a-
6e3neuvye LWMPOKUI CNEeKTP NPOTMPEBMATUYHUX 3acObiB.

MepcnekTMBM NOAANBLUNX AOCNIAMKEHD.

MOHITOPIHI HOBWMX KAIHIYHUX [OCNIoXKEHb NPUCBA-
YyeHux npobsemi remaTtonoriyHMx nNponsis P3 BiporiaHo
byne cnpUATU NONIMNWEHHIO AiarHOCTUKK, cTpaTudiKauii
PU3NKY BaXKKUX YCKIafHEHb, YAOCKOHANEHHIO Tepane-
BTUYHMX NiAX0AiB, LONOBHEHHAM Cy4aCHUX NMPOTOKONIB
NiKyBaHHA CTUMyNATOpPaMu TPOMbBO — Ta selikonoesy,
CY4YaCHUMM aHTUKOATyNAHTaMM.
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FEMATONOMYHI AHOMAIT PEBMATUYHUX 3AXBOPKOBAHb | CAHAPOMIB

¥paH B. M., BonueHko I. B., babaHiHa M. 0., TkaueHKo M. B., lweiikiHa HO. O.

Pestome. [emaToNOrivHi NpoOABK, ABNAIOTb COBOIO BaXKIMBUIA KNIHIYHUI OPIEHTMP A1 CBOEYACHOTO PO3Mi3HaBaH-
HA 3aXBOPIOBAHHSA, AMdeEpeHL,ianbHOro giarHo3y, MOXANBOCTI OLUiHKKM ocobnmBocTen nepebiry, NPOrHO3y BaKKMX
YCKNaZHEHb, a TAKOXK AKOCTI | 6e3neyHOoCTi NiKyBaHHA. MeToto Hawoi poboTy CTaB aHai3 pe3ynbTaTiB KAiHIYHUX 40-
CNiayKeHb, NPUCBAYEHUX BUBYEHHIO TUMOBMX aHOMaANIN KNITUHHOT KAPTMHM KPOBi Ta reMOCTa3y, a TaKOX BiporigHicTb
X BUABNEHHSA, MPY TaKMUX NOLIMPEHUX | BaXKKUX PEBMATUYHMX 3aXBOPIOBAHHAX AK CUCTEMHUIA YePBOHUI BOBYAK, aH-
TndocohoninigHMM cMHAPOM, PEBMATOIAHUIN apTPUT i cuHapom PenTi, BacKyniT i cuctemHa cknepogepmin. Cepes,
HaMBiNbL NOWMPEHNX AHOMANIN 3YCTPIYAETLCA HEMTPONEHIA, NiMponeHis, TPOMOOUUTONEHIA, FeMONITUYHA aHEMIS,
a TaKOXK BTOPMHHA TPOMBOTUYHA TpoMbouuToneHiYHa mikpoaHrionaTia. Og4HMM i3 3arpo3IMBUX CTaHIB CAig BBAXKaTH
BaKKY i CTiKy TpombouMTONEHI0. BUABNEHHA LMX NAaTONOFYHUX 3pYLLIEHb, He TiIbKU CNPUAE PaHHBOMY AiarHo3y,
[03BO/IAE OLHUTN QKTUBHICTb 3aXBOPHOBAHHA a/e | 3HAYHOK MipOt0 0OYMOBAIOE BaXKKi YCKNALHEHHA, NOFaHUIN Npo-
rHO3 Ta AMKTYE HEObXiAHICTb iIHTEHCMBHOIO HEBIAKNAAHOIO /liKyBaHHA. TaKOX, BaXK/IMBOIO KNiHIYHOW Npobaemoto
€ reMaTOTOKCUYHI edeKTN TPaAULIMHUNX, LiIbOBUX CUHTETUYHMX, @ TAKOXK Cy4acHUX 3acobis bionoriuHoi Tepanii. He-
Big eMHMM aTpMbyTOM BarKKoro nepebiry peBMaTUUHMX 3aXBOPIOBAHb € BUCOKMI PU3UK apTepiasibHUX i BEHO3HUX
Tpomb03iB. TPOMOOTUUYHUM YCKIALHEHHAM CNPUAE BaraTto acneKTiB CKNAAHOMO NaToreHesy ayToiMyHHMX 3aXBOpto-
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BaHb: eHAoTeNiaNbHa ANCYHKLA, YTBOPEHHA LWMPOKOrO CNEKTPY MATONOMYHUX aHTUTIN, HEGPOTUUHUIA CUHAPOM,
apTepiafnibHa rinepTeHsis, WBUAKNI PO3BUTOK aTepoCcKnepo3y Ha GOHI cMcTeMHOro 3anasieHHA. Maixe y nonosu-
HUW NALLEHTIB i3 BaXKKMM nepebirom CMCTEMHOrO YepBOHOTO BOBYaKa, TPOMOO3M € BAAaCHE MepLUMM CUMMATOMOM,
abo BifbyBatOTbCA MPOTAFOM MEPLIOro POKY MiCNA BCTAHOBAEHHA AiarHo3y. BTopnHHa TpomboTnyHa TpomboumTo-
neHiYHa MiKpoaHrionatia € NPAMMM HacNiAKOM eHAoTeNianbHOI gucdyYHKLUIT Npn aHTUdochoninigHOMY CUHAPOMI,
CUCTEMHOMY YEePBOHOMY BOBYaKY, CUCTEMHI cKaepoaepMii abo 3acToCyBaHHI LIMTOCTAaTUUYHKUX 3ac0biB. BKatoyae y
cebe KinbKa KNiHIYHWX, YaCTO HEBIAKNAAHUX CTaHIB, 3 FEMOI30M Y APiOHMX CyanHAxX, TPOMDOOUMTONEHIE, ilLeMieto
HUPOK, NIereHb i LEHTPaNbHOI HePBOBOI cucTeMU. NoTeHLiMHO daTabHUM ii Hac/igKOM € rocTpa CKAepoaepMiyHa
HedponaTia, AKa KNiHIYHO NPOABNAETLCS BKPal 3/10AKICHOIO, Pe3UCTEHTHO A0 NiKyBaHHSA Al, remonizom, onirypieto,
HMPKOBOK HEAOCTATHICTIO, NPOTEIHYPiED, TPOMOOLMTOMNEHIEKD, PETUHOMATIED, riNepTeH3nBHOW eHuedanonaTieto,
nepuKapaMTOM, FOCTPOIO /IBOLLIYHOUYKOBOK HEAOCTATHICTIO HA GOHI BiACYTHOCTI MOM/IMBOCTI aleKBAaTHOIO KOHTp-
OJ110 apTepiasbHOro TUCKY.

TaKMM YNHOM, CUCTEMATU3ALIA AAHUX KNIHIYHUX AOCAIAKEHD LOA0 XapPaKTEPHMUX 3MiH KNITUHHOI KapTUHW KPOBI
Ta reMoCTa3sy CrpUAE CBOEYACHIM AiarHOCTMLI Ta ONTUMI3aLLIT TepaneBTUYHUX MiAXoAiB. Y HaNbAMKYIN NepcneKTuBi,
NnofABa HOBITHIX aHTUKOATYNAHTIB, @ TAKOX Cy4aCHUX CTUMYNATOPIB remonoesy o4eBUAHO A03BOJIAE CMOAIBATMCA Ha
MiHIMI3aLit0 HAaCNiAKIB BaXKKMX reMaTONOTNYHMX CMMNTOMIB PEBMATUUYHNX 3aXBOPHOBAHb.

KntouoBi cnosa: peBMaTUYHI 3aXBOPIOBaHHSA, eKoneHria, TpomboumToneHisa, TpPomb603, reMoniTuyHa aHemis.

HEMATOLOGICAL ANOMALIES OF RHEUMATIC DISEASES AND SYNDROMES

Zhdan V. M., Volchenko H. V., Babanina M. Yu., Tkachenko M. V., Ischeikina Yu. O.

Abstract. Hematological manifestations are an important clinical guideline for the early recognition of illness,
differential diagnosis, the ability to assess the characteristics of the disease, the prognosis of important complications,
as well as health and safety. The main goal of our work was to analyze the results of clinical studies related to
the development of typical abnormalities of the cellular blood picture and hemostasis, as well as the likelihood
of their detection, with such widespread and important rheumatic diseases as system lupus erythematosus,
antiphospholipid syndrome, rheumatoid arthritis and Felty’s syndrome, vasculitis and systemic scleroderma. Among
the most widespread anomalies are neutropenia, lymphopenia, thrombocytopenia, hemolytic anemia, as well as
secondary thrombotic thrombocytopenic microangiopathy. One of the dangerous situations is to pay attention to
the importance and persistence of thrombocytopenia. The identification of these pathological disorders not only
contributes to an early diagnosis, allows to assess the activity of illness, but also, in a significant way, establishes
important complications, a poor prognosis and dictates the need for intensive treatment lining. Also, an important
clinical problem is the hematotoxic effects of traditional, whole synthetic, and also modern methods of biological
therapy. An invisible attribute of an important overcoming of rheumatic illnesses is a high risk of arterial and
venous thrombosis. Thrombotic complications are associated with many aspects of the complex pathogenesis of
autoimmune diseases: endothelial dysfunction, the creation of a wide range of pathological antibodies, nephrotic
syndrome, arterial hypertension, a rapid development of atherosclerosis against the background of systemic
inflammation. In almost half of the patients with an important history of system lupus erythematosus, thrombosis
is the first symptom, or continues to develop for a long time after the diagnosis is made. Secondary thrombotic
thrombocytopenic microangiopathy is a direct inheritance of endothelial dysfunction in antiphospholipid syndrome,
system lupus erythematosus, systemic scleroderma or persistent cytostatic agents. Includes a number of clinical
cases with hemolysis in other vessels, thrombocytopenia, ischemia of the kidneys, leg and central nervous system.
Potentially fatal is acute scleroderma nephropathy, which clinically manifests itself as extremely malignant,
treatment-resistant arterial hypertension, hemolysis, oliguria, renal failure, proteinuria, thrombocytopenia,
retinopathy, hypertensive encephalopathy, pericarditis, acute left ventricular failure against the background of the
lack of possibility of adequate control of arterial pressure .

Thus, the systematization of clinical data on characteristic changes in the cellular picture of blood and hemostasis
facilitates timely diagnosis and optimization of therapeutic approaches. In the near future, the emergence of
new anticoagulants, as well as current stimulants of hematopoiesis, will obviously help to minimize the effects of
important hematological symptoms of rheumatic diseases.

Key words: rheumatic disease, leukopenia, thrombocytopenia, thrombosis, hemolytic anemia.
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Komarytsia O. Y., Radchenko O. M., Pylypiv L. |.

COVID-19 AND ASSOCIATED WITH METABOLIC DYSFUNCTION HEPATOSTEATOSIS:

LITERATURE REVIEW
Danylo Halytsky Lviv National Medical University (Lviv, Ukraine)
dr_pylypivlesja@ukr.net

The combination of metabolic-associated liver disease starting with liver steatosis (MASLD) and coronavirus dis-
ease (COVID-19) in the clinic has not been sufficiently studied. We reviewed the literature on the combination of
COVID-19 and liver steatosis in the Pubmed database and assessed the frequency of its manifestations in patients
with COVID-19-associated community-acquired pneumonia of clinical group Il by examining 22 inpatients aged
54.7+2.1 years. It was found that liver steatosis can either be a background condition or occur as a result of COVID-19
due to hepatocyte damage by the virus, excessive activation of the systemic inflammatory response, hypoxia, coag-
ulopathy, endotheliitis, cardiac right ventricular failure, and drug-induced liver damage. Adverse effects on hepato-
cytes of high doses of glucocorticosteroids, azithromycin and several antiviral drugs have been described, which may
be aggravated by taking them in combination with NSAIDs. Background liver disease is also important, as COVID-19
has been described to activate the persistence of hepatitis B and C viruses, and treatment of COVID-19 with massive
doses of corticosteroids may affect viral replication.

According to their own observations, 68% of inpatients with COVID-19-associated community-acquired pneu-
monia of clinical group Il of mature age were diagnosed with MASLD, which was manifested by a heterogeneous
structure with increased echogenicity (100%) with clear, even liver contours and non-expanded bile ducts and normal
choledochus; moderate increase in liver size (92%), loss of liver vascular pattern (23%). At the same time, normal liver
function tests and lipid metabolism were observed, moderate hyperglycaemia and a more pronounced inflammatory

syndrome were noted. However, the course of pneumonia was more severe with lower oxygen saturation.
Key words: liver, COVID-19, liver steatosis, COVID-19-associated community-acquired pneumonia, covid liver in-

jury.

Connection of the publication with planned
research works.

This work is a fragment of the research work
«Features and markers of the course of internal
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and metabolically associated fatty liver disease», state
registration number 0122U000165.

Introduction.

Metabolic-associated steatotic liver disease, formerly
known as non-alcoholic fatty liver disease, is the leading
cause of liver damage in the world [1]. It begins with the
steatotic liver stage (MASLD) and can progress through
the steatohepatitis stage to cirrhosis and hepatocellular
carcinoma [2]. Steatotic liver disease is recorded in a
quarter of the population, soit often acts as a background
for other acute and chronic processes. The state of the
liver gained particular attention during the 2019-2022
coronavirus pandemic, as the first reports of the effects
of coronavirus disease (COVID-19) noted an increase in
transaminases [3]. According to current concepts, the
pandemics of coronavirus disease and fatty liver disease
overlap [4, 5], which is of great interest [6], but such
comorbidity has not been sufficiently studied in the
clinic, which determines the relevance and feasibility of
our study.

The aim of the study.

To review the literature on the combination of
COVID-19 with metabolic-associated liver steatosis and
to assess the prevalence of liver damage in patients with
COVID-19-associated community-acquired pneumonia.

Object and research methods.

The literature review was conducted using the
bibliosemantic method in the Pubmed database, where
about 340 sources were found using the keywords
«covid/coronavirus+liver steatosis/fatty liver», of which
those that met the aim were selected. The retrospective
study included an analysis of examinations of 22
inpatients of a therapeutic hospital (2021) aged 39-72
years (mean age 54.7+2.1 years, 11 men, 11 women,
body mass index 26.2+2.5 kg/m?, duration of inpatient
treatment 16.6+1.1 days). Inclusion criteria: diagnosis of
COVID-19-associated community-acquired pneumonia
of clinical group lll, confirmed by PCR and radiological
examination; no digestive system complaints and no
signs of liver damage; no exclusion criteria (malignant
tumours, active pulmonary tuberculosis, diagnosed
liver damage (hepatitis, cirrhosis), need for mechanical
ventilation, pregnancy). Patients were examined and
treated following regulatory documents and the Hel-
sinki Declaration of Human Rights without expanding
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