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The problem of reactive arthritis (ReA) is one of the most challenging in both adult and paediatric rheumatology,
as many issues remain unclear.

The initial concept of ReA as "sterile arthritis", in which the focus of infection is outside the joint, primarily in the
urogenital tract or intestines, has been refuted to date. It has been proven that in ReA, individual microbial antigens
and even microorganisms (chlamydia) can be isolated from joint tissues and synovial fluid.

Epidemiological studies in ReA are limited due to the lack of unified diagnostic criteria, difficulties in examining
patients, and the often asymptomatic course of the trigger infection. However, new pathogens have been identified,
such as Mycoplasma pneumoniae, Giardia lamblia, Helicobacter pylori, Pseudomonas aeruginosa, Staphylococcus
aureus, Staphylococcus haemolyticus, SARS-CoV-2 and others, which have become the etiological agent of overt
ReA. The question of whether streptococcal arthritis, as well as arthritis after acute respiratory viral infections and
post-vaccination arthritis, belong to ReA is still controversial.

The pathogenesis and mechanisms of ReA development remain unclear. Although classical ReA is associated with
HLA-B27, the role of HLA-B27 in ReA development is not fully understood. In most children, ReA is not associated
with HLA-B27.

Currently, there is no single classification of ReA and no generally accepted diagnostic criteria for the disease. The
diagnostic criteria used are developed and focused only on adult patients. Very often, in paediatrics, the main criteria
for the diagnosis of ReA are clinical and anamnesis data. In half of the cases, it is practically impossible to establish
the etiological factor, and therefore, ultrasound examination of the joints plays a crucial role in the diagnosis of ReA
in children.

Recommendations for the treatment of ReA in both adults and children need to be updated. There are discrep-
ancies in the recommendations for the treatment of ReA in adults and children. Medications used in adults are not
always appropriate for children due to the age-related characteristics of the child's body and possible side effects.
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Connection of the publication with planned
research works.

The work is a fragment of the research work
«Clinical and pathogenetic significance of systemic
and local metabolic disorders in rheumatic diseases:
the role of comorbid pathology and development of
optimal treatment methods», state registration number
0119U001448.

Introduction.

Modern paediatric rheumatology has made
significant progress in studying joint diseases in children.
For many years, the leading role belonged to juvenile
idiopathic arthritis. However, in recent years, there has
been a trend towards an increase in reactive arthritis
(ReA) in childhood with a sharp rejuvenation of the
disease and a growing number of cases in children under
the age of 10 years, and increasingly, ReA is becoming
recurrent or chronic [1, 2, 3, 4]. According to the
literature, the frequency of relapses of ReA is 15-17%
and increases with the duration of the disease, and 15-
20% of adult patients develop chronic disease [2, 5, 6]. In
children, chronic disease and the transformation of ReA
into juvenile idiopathic arthritis are also possible [1, 2].

The aim of the study.

To analyse the current state of the problem of
reactive arthritis in children.

Object and research methods.

The analysis of data on ReA in children and adults
published in open access and in electronic form on the

official websites of peer-reviewed medical journals over
the past 10 years is presented.

Main part.

Epidemiology. Usually, ReA occurs more often in
adults, at a young age, with a peak from 20 to 29 years,
adults are more susceptible to the disease [7-11]. The
incidence of ReA in adults is 2.5 times higher than in
children [2]. However, children can also be targeted,
although the prevalence of ReA in children is lower [2,
12, 13]. The global prevalence of adult asthma is 1 in
1000, with 1-15% of people worldwide suffering from
asthma [2, 9, 11, 13]. In recent years, the prevalence of
ReA in childhood has increased from 0.3 to 0.7 per 1000
children [14]. The proportion of ReA in the structure of
joint pathology in children ranges from 8 to 56% [1, 2,
15].

According to epidemiological data, the incidence and
prevalence of ReA vary worldwide due to differences
in geographical location, genetic backgrounds, HLA-
B27 frequency, the prevalence and characteristics of
a country’s microbiome, and different approaches to
diagnosis [2, 6, 9, 13].

For example, classical ReA is more common in
white patients because the presence of the HLA-
B27 gene is higher in them than in patients of other
nationalities [9, 10, 13]. Regarding chlamydia-induced
ReA, a study conducted in North Africa showed that
the prevalence and incidence in North Africa is very
low compared to Western Europe and the United
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States, i.e., genitourinary tract infection associated with
Chlamydia trachomatis is the most common cause of
ReA in developed countries, while the prevalence of
ReA after acute intestinal infections (All) is high in third
world countries [13, 16-18]. The incidence is 9 cases of
ReA per 1000 infected with Campylobacter and 12 cases
for Salmonella and Shigella [2, 19, 20]. Adults are more
susceptible to developing ReA after suffering from All,
although intestinal infections are higher among children,
especially under five years of age [4, 13, 17, 19, 20]. In
adult patients infected with Shigella, Salmonella, Cam-
pylobacter or Yersinia, ReA develops in 7-24% of cases
[2, 6, 20], and in patients with Chlamydia trachomatis in-
fection, ReA occurs in 3-8% of cases [2, 6]. After yersinia
infection, ReA develops in 5-10% of children and 5-20%
after diarrhoea caused by Salmonella typhimurium.
Campylobacter-associated ReA is, on average, 3%, Shi-
gella-associated ReA — 3.5%, and ReA in children after
clostridium difficile infection is 1.4% [2, 18, 20]. The
lower incidence of ReA in children after undergoing an
All may be due to the lack of complete differentiation of
their immune system [20].

The seasonality of the development of ReA in child-
hood is characteristic, depending on the nature of the
pathogen and its primary localisation. ReA caused by uri-
nary tract bacteria is present throughout the year. ReA
after All is more common in summer, while ReA after
acute respiratory infections (ARIs), tonsillitis and other
nasopharyngeal infections are more common in winter
[2].

Definition. The term “reactive arthritis”, ICD-10 code
MO02, refers to aseptic, non-purulent joint inflammation
that develops as a result of immune disorders and oc-
curs in children, usually during or 1-4 weeks after an
infectious disease (intestinal, urogenital or respiratory
infection) in genetically predisposed individuals [1, 2, 6,
10, 15]. However, cases of ReA within one year after un-
dergoing an All have been described [20]. Other authors
indicate that ReA develops no later than one month
after the infection [21, 22, 23]. The exact period from
infection to the onset of ReA has not been established,
which contributes to significant uncertainty and contra-
dictions between studies and affects the true incidence
of ReA [20].

Pathogenesis. To date, the pathogenesis and mecha-
nism of development of ReA remain poorly understood
[2,8,11,13,24]. Itis believed that ReA isanimmune-me-
diated syndrome caused by a recent infection. On the
one hand, bacterial antigens (AGs) from the penetration
site spread through the bloodstream, are transported to
the synovial fluid and joints and cause inflammation [11,
12, 23, 25, 26]. At the same time, microbial AGs form im-
mune complexes (ICs). For example, an IC consisting of
Yersinia AG and specific antibodies (ABs), detected in the
bloodstream and synovial fluid in ReA, can participate in
complement activation in inflammation and joint tissue
damage triggered by Yersinia [11, 21, 27].

On the other hand, in ReA after chlamydial infection,
the site of bacterial invasion is the urinary tract, which
causes persistent intracellular infection of monocytes,
and in ReA after All, bacteria persist in the intestinal sub-
mucosa. Similar to the transfer of chlamydia-infected
monocytes to joints, viable organisms or bacterial prod-
ucts of intestinal infection can also be transferred from
the intestinal wall to the joints via the bloodstream.

Chlamydia is metabolically active and can persist as a
chronic infection of synovial fibroblasts, while intestinal
pathogens such as Salmonella degrade rapidly within sy-
novial fibroblasts, resulting in synovial fibroblasts with
intracellular “bacterial ghosts” or microbial products. AG
yersiniae have been detected in phagocytes of joints and
blood of patients with ReA for 17 years after the first re-
ported infection [6, 11, 21, 25-27].

There is a theory of cytokine imbalance. After an
extra-articular bacterial infection, T-lymphocytes are ac-
tivated, and consequently, inflammatory cytokines are
released, and a cytokine imbalance develops, leading to
synovial inflammation [8, 11, 28]. Numerous studies of
cytokine levels (tumour necrosis factor-alpha (TNF-a),
interleukins —IL-1B, IL-4, IL-10, IL-17, IL-23, and interfer-
on-gamma (IFN-y) in patients with ReA are not unambig-
uous, but rather controversial [13, 19, 27, 29]. TNF-a and
IFN-y are crucial for destroying bacteria, while IL-4 and
IL-10 can inhibit bacterial excretion [11]. Evidence in the
literature shows that in the acute phase of ReA, IL-10,
IL-12, IL-17, IL-23, and IL-6 may increase, and TNF-a and
IFN-y may decrease [4, 8, 12, 13, 29]. At the same time,
an increase in IL-10 usually leads to the persistence of
bacteria, and an increase in IL-6, IL-17, IFN-y and TNF-a
leads to chronic joint inflammation [4]. Some authors as-
sign a dual role to TNF-q, i.e. its level decreases in acute
ReA and increases significantly in chronic ReA [2, 8, 13,
23].

Some authors have pointed to the role of the gut
microbiome in the pathogenesis of ReA [4, 12, 13, 19,
30]. Studies have shown significant differences in the mi-
crobiome of patients with ReA compared to the control
group [4, 31-33]. Thus, a violation of the intestinal micro-
biocenosis was noted: an increase in enteropathogens
Pseudomonas and Erwinia, pathogenic Staphylococcus
aureus and fungi of the genus Candida, development
of dysbiosis of the first and second degree with a de-
crease or severe deficiency in the number of bifidobac-
teria and lactobacilli, excessive growth of opportunistic
microorganisms (Klebsiella pneumoniae, Enterobacter
aerogenes, Citrobacter freundii, Enterobacter cloaca)
[2, 3, 13]. One of the main activities of normal intestinal
microflora is to ensure a normal immune response [3,
21]. Microbiotic disorders of the gut disrupt the normal
immune response [3, 11]. However, some authors com-
pared two groups of patients after All with ReA and pa-
tients after All without ReA and found no significant dif-
ferences in the diversity of the intestinal microbiota [2].

The alleged pathogenesis of ReA is depicted in the
figure by Tao He, Weiging Qian, 2024 [11] (fig.).

Genetic predisposition. Numerous literature data in-
dicate the significance of genetic predisposition in the
development of ReA [7, 8, 13, 18, 34]. HLA-B27 is posi-
tive in 50 to 80% of adult patients with ReA [2, 4, 13, 18,
27]. The association of HLA-B27 with urogenic ReA is ob-
served in 80-90% of patients and with post-enterocolitic
ReA —in 56%. Obviously, in the presence of HLA-B27, the
body’s susceptibility to arthritogenic microorganisms in-
creases, and there is a prolonged persistence of the trig-
gering infectious agent [2, 7, 8, 13, 34]. In seropositive
individuals, ReA develops 5-10 times more often [11,
27]. However, HLA-B27-associated ReA has been detect-
ed in less than 10% of post-streptococcal ReA (PSReA)
[4]. The role of HLA-B27 in the development of ReA is
not fully understood. There is an ongoing debate, with
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some authors suggesting that HLA-B27-positive people
are more susceptible to ReA [7, 8, 13, 34], while other
authors do not find this link [20]. HLA-B27 is not a diag-
nostic marker of ReA, but it shows the severity of arthri-
tis, the possibility of persistence of the microorganism,
the possibility of relapses and chronicity of the disease
[7,9, 13, 27, 35]. That is, the presence of HLA-B27 in a
patient is a prognostic indicator [4, 6, 7, 12, 13].

Aetiology. Classification. In the 1985 working classi-
fication of rheumatic diseases, depending on the caus-
ative factor, post-arteritis, urogenital ReA, and ReA after
nasopharyngeal infection were distinguished. According
to the course, ReA can be acute (less than 6 months),
prolonged (6-12 months) and chronic (more than a year)
[2, 13, 21, 26, 36].

At the IV International Workshop on Reactive Arthri-
tis (Berlin, 1999), it was decided to consider Yersinia,
Salmonella, Shigella, Helicobacter as the main etiologi-
cal factors of post-enterocolitic ReA; and Chlamydia and
Ureaplasma as the main etiological factors of urogenic
ReA. Other arthritis, such as PSReA, postviral arthritis,
and Lyme arthritis, were grouped under the term “infec-
tion-related arthritis”. Subsequently, the infectious ar-
thritis group began to include PSReA, postviral ReA, and
classic ReA caused by genitourinary and gastrointestinal
infections [13, 18, 36].

Undoubtedly, an infectious agent plays a leading role
in the development of ReA [10, 12, 35, 37]. However,
several issues require further study. In particular, the
list of microbial agents that initiate ReA remains incom-
plete, and the list of pathogens constantly expands. In
addition to microbial pathogens, parasites, and viruses,
it is believed that ReA is more likely to occur after vacci-
nation and after taking medications [21, 24].

Previously, it was believed that ReA develops in re-
sponse to an extra-articular infection in which the caus-
ative agent and its antigens cannot be isolated from the
joint, i.e. the joints are “sterile” [12, 21, 36]. Theimmune
response to the presence of an infectious agent in the
body is manifested by the production of ABs circulating
in the blood and synovial fluid [12, 36]. Subsequently, in-
dividual AGs of microbes and even microorganisms, es-
pecially chlamydial DNA, were isolated from joint tissues

Figure — Proposed pathogenesis of ReA [11].

and synovial fluid in patients with ReA. In addition, it has
been proven that the persistence of bacterial AGs (DNA)
and their components can turn acute ReA into chronic
[4, 8,13, 21, 38].

It has been proposed to abandon the distinction
between two groups of diseases — postinfectious and
reactive arthritis — and to prefer the term ReA for both
groups. At the same time, classical ReA, which is referred
to as spondyloarthropathy (SpA), has a close relation-
ship with HLA-B27, while postinfectious ReA (PCReA,
after viral infections) is usually not associated with HLA-
B27[21, 26, 27, 39]. However, the clinical symptoms and
pathogenetic mechanisms for classical ReA and postin-
fectious arthritis are similar. Therefore, today, PCReA, as
well as arthritis after viral infections, is included in the
expanded spectrum of ReA [4, 6, 35]. Other authors [27,
36, 38] do not allow the use of the term ReA for arthritis
associated with streptococcal, borreliosis, brucellosis,
viral and other types of infections, as there is no connec-
tion with HLA-B27 or manifestations of SpA. This creates
classification and diagnostic problems [21, 27, 39].

Most often, the disease develops after a history of
an All (Yersinia enterocolitica, Yersinia pseudotubercu-
losis, Salmonella enteritidis, Shigella flexneri, Shigella
sonnei) or urogenital infection (Chlamydia trachomatis)
[4,14, 22, 26, 36]. However, some rare infectious agents
can cause ReA (Mycoplasma pneumoniae, Mycoplasma
genitalium, Gardnerella vaginalis, Neisseria gonorrhoea,
Ureaplasma urealyticum, Echerichia coli, Helicobacter
pylori, Entamoeba histolytica, Giardia lamblia, f-haemo-
lytic Streptococci, Leptospira, Pseudomonas aeruginosa,
Staphylococcus aureus, Staphylococcus haemolyticus
and others) [2, 18, 36, 40].

Nasopharyngeal infection (the presence of chronic
foci of infection — chronic tonsillitis, pharyngitis, sinus-
itis) and ARI have not lost their significance in the devel-
opment of ReA [5, 12, 15]. Many authors believe that
respiratory agents are the most common cause of ReA
in childhood, compared to urogenital or post-enteroco-
liticagents [14, 15, 22, 36]. Therefore, the term “post-re-
spiratory” is used in the literature [14, 15]. Among the
viral infections often associated with joint damage are
parvovirus B19, adenoviruses, Coxsackie viruses, rubel-
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la virus, hepatitis A, B, C, and herpesviruses. In adults,
about 1% of all cases of acute ReA also have a viral ae-
tiology [41-42]. In some viral arthritis (hepatitis B, her-
pesviruses, adenovirus), ICs (AG-AB) have been found
in the joint effusion, which leads to the development of
postviral arthritis [21].

It is interesting to note that ReA is very common in
HIV-infected individuals [4, 6, 13, 28]. However, it has
been concluded that ReA is associated with other infec-
tions that HIV patients are exposed to rather than with
HIV infection itself [6]. In 2020, ReA associated with
COVID-19 was first described [10, 28, 40-43].

At the same time, the aetiology of many children
with ReA remains unknown; in 25% of children, the
previous infection was asymptomatic, and its presence
cannot be detected from the anamnesis [5, 22, 36]. In
30-50% of patients with ReA, there is severe synovitis
but no laboratory changes, and, most importantly, it is
impossible to confirm the presence of intestinal or uro-
genital infection, but the absence of pathogen identifica-
tion does not exclude ReA [36].

Clinic [5, 14, 15, 19, 21]. By the time arthritis devel-
ops, clinical signs of infection usually disappear. In some
cases, arthritis develops simultaneously with diarrhoea,
urinary tract infection, and eye lesions, but more often,
1-4 weeks afterwards. ReA is most common in children
of early and primary school age [2, 15]. However, a pre-
vious infection may be clinically asymptomatic or identi-
fied only by laboratory tests [6, 20, 21, 36].

In adults, the joints of the lower extremities are
more commonly affected, with the metatarsophalangeal
joints, tarsometatarsal joints, and ankle joints most often
involved. Every 2nd patient has arthritis of the joints of
the 1st toe, a diagnosis of exclusion for rheumatoid ar-
thritis. The hip joints are rarely involved and are intact. In
patients with urogenic ReA, the joints of the extremities,
lumbosacral joints are targeted, and the development of
enthesitis, mucous membranes, skin, and eye lesions is
typical, which is also typical for other SpA. There are no
“exclusion” joints for Reiter’s disease, so any joint can
be involved in the inflammatory process [6]. Adults with
ReA are more likely than children to develop polyarthri-
tis, although asymmetric oligoarthritis is typical [13, 35].
Clinical features of ReA in children include

— acute nature of the joint syndrome: acute pain,
oedema and swelling, deformity, temperature changes,
pain can lead to severe limited activity of the child,

— joints of the lower extremities are more often af-
fected [2, 15], asymmetric oligo — (24%) or monoarthri-
tis (71%) of the medium and large joints is characteristic
[14, 18, 19, 22, 26], most often knee (52-80.9%), ankle
(26-57%), wrist (44-48%), hip (19%), less often small
joints of the hands (4.2-11%) [14, 15, 44], rarely polyar-
thritis (4%) [2, 18],

—there is a possibility of developing torpid course of
joint syndrome, relapses of the disease, especially for
chlamydial ReA [5, 15, 22, 26].

The clinical picture of ReA in children depends on
both the characteristics of the infection that caused the
disease and the state of the macroorganism in which the
disease occurred, the child’s age, cytokine levels, HLA-
B27 positivity and other factors [5, 13]. Thus, mycoplas-
ma ReA affects not only the knee (73.7%), hip (26.32%),
and ankle (10.5%) but also the wrist and small joints of
the hands (5.26%), unlike other ReA, shoulder joints

(15.8%) [5]. Mycoplasma oligoarthritis is often migratory
[15]. A sign of ureaplasma ReA is asymmetric arthritis of
the knee and ankle joints, formation of bursitis in the
heel area and tendonitis with low laboratory activity,
and development of functional joint failure [5].

RSReA, which also belongs to ReA, is characterised
by developing synovitis of the middle and large joints,
mono — or oligoarthritis, no arthralgia, and no signs of
heart disease [5, 35]. However, the joint syndrome is
persistent, often torpid to treatment with non-steroi-
dal anti-inflammatory drugs (NSAIDs). RSReA is accom-
panied by pathogen shedding from the pharynx, an in-
crease in ACL-O titer, and is negative for HLA-B27. The
course of RSReA is relapse-free in most patients [5]. The
peak incidence of RSReA occurs at the age of 8-14 years,
and the secondary peak is at the age of 21-37 years. If
patients have recurrent tonsillitis, arthritis can also be
recurrent. No residual joint damage or deformity was
detected in any patients studied [6]. According to the lit-
erature, in contrast to classical ReA, RSReA is more often
manifested by polyarthritis, is HLA-B27-seronegative,
axial involvement and extra-articular manifestations are
rare, there is no chronicity of the process, and treatment
of RSReA with antibiotics is effective [4]. The question of
whether RSReA belongs to ReA is still open and is often
discussed in the literature [6, 12].

Chlamydial ReA is characterised by the involvement
of large and medium-sized joints of the lower extremi-
ties, most often knee joints (75%), in 12.5% - hip joints,
and the rest — radiocarpal joints [5]. The development
of classic Reiter’s disease, urethro-oculo-synovial syn-
drome, is rare in children [5]. Currently, Reiter’s syn-
drome is considered a consequence of chlamydial infec-
tion. At the same time, 90% of children are diagnosed
with Chlamydia pneumoniae and only 10% with Chla-
mydia trachomatis [15, 18, 43, 45, 46].

However, Reiter’s disease can be caused by chla-
mydia, mycoplasma, ureaplasma, and enterobacteria.
Children with ReA of chlamydial aetiology have clinical
features such as high pathological process activity, poly-
syndromicity, severe inflammatory changes in blood
tests, and an increase in acute phase proteins [43].
Much more often than in adults, the first sign of the dis-
ease in children is acute purulent conjunctivitis, which
is short-lived, frequently recurrent, and combined with
dysuric disorders, urethritis, and vulvitis. Joint damage
develops later. The joint syndrome begins acutely, with
fever and severe arthritis. The “staircase” symptom
(gradual involvement of joints from the bottom up) and
the “spiral” symptom (upward involvement of joints of
different names) are often observed in adults but rarely
in children; usually, the disease begins with knee joint
synovitis [47]. Mono — and oligoarthritis develop at the
onset of the disease and later polyarthritis [7]. Fingers
with severe swelling and tenderness, in the form of a
“sausage-like deformity” or “sausage finger”, are ob-
served in 5-10% of children [2]. Enthesitis (inflammation
of the site of tendon or ligament attachment to the bone
or joint capsule, especially the site of Achilles tendon
attachment) and dactylitis (joint damage of the entire
finger) are found in 30-40% of patients with ReA [6, 7,
13, 23]. Sacroiliitis is observed in 20% of adult patients.
Spondylitis and sacroiliitis are often observed in patients
with HLA-B27 [6, 23, 28]. In children, there is no correla-
tion between the classic Reiter triad and the presence
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of HLA-B27 antigen [47]. Chlamydia is an intracellular in-
fection that is difficult to detect and prone to long-term
persistence and recurrence [2, 7, 21, 23].

After a history of All, ReA is more acute and aggres-
sive than ReA associated with chlamydia, with asymmet-
ric involvement of the lower extremity joints and high
laboratory activity. There is a more obvious chronolog-
ical relationship with the history of All. In children with
ReA after yersiniasis or salmonellosis, small joints of the
hands may be affected, and the hip joints and sacroiliac
joint may be involved. The process can be subacute and
last up to 3-5 months, after which full recovery occurs
[20, 21, 23].

In children with Clostridium difficile-associated ReA,
symptoms of arthritis appear 1-2 weeks after the onset
of diarrhoea, in the form of migratory arthritis (77%),
with inflammation ceasing in one joint and at the same
time involving a new joint, most often the hip (62%) and
knee joints (69%). All patients were diagnosed with sy-
novitis. About half of the patients had concomitant fever
and/or rash. All patients were HLA-B27 negative. In half
of the children, arthritis symptoms resolve within two
weeks. In 15% of children, joint pain recurs, but none are
diagnosed with chronic arthritis or inflammatory bowel
disease [48].

The onset of viral arthritis most often coincides with
the clinical manifestations of a viral infection. Viral ar-
thritis is characterised by predominantly symmetrical
joint involvement, both small and large, with possible
polyarticular joint involvement. These arthritis cases are
reversed within 2-4 weeks, are non-destructive, resolve
independently, and may not even require treatment.
Their diagnosis is difficult, based on clinical symptoms
and ultrasound diagnostics (USD) of the affected joints,
and it is not always possible to detect viruses by poly-
merase chain reaction (PCR) or to detect specific anti-
bodies [4, 36].

In the paediatric population, cases of ReA associated
with COVID-19 have been described, including lesions
of the hip, knee, and elbow joints and dactylitis with
lesions of the IlI, IV, and V metatarsophalangeal joints
[49-51]. However, in children, cases of ReA associated
with COVID-19 are rarely described in the literature.
The most studied is COVID-19-associated ReA in the
adult population. It has been noted that the severity of
COVID-19 disease can affect the nature of joint damage.
In mild COVID-19, monoatricular (25.97%), oligoarticu-
lar (27.27%), polyarticular (25.97%) ReA developed, en-
thesitis was detected in 24.67%, and dactylitis in 1.3%
of patients. The most commonly affected joints were
the knee (38.96%), ankle (35.06%), wrist (25.97%), and
less commonly elbow (7.79%), shoulder (5.19%), and hip
(5.19%) [41-42]. In children, COVID-19-associated ReA
is acute but responds well to NSAIDs. Children recover
quickly without consequences if there is no association
with MIS-C [49-51].

According to the literature [1, 2, 15], the clinic of ReA
may depend on the child’s age. It should be noted that
preschool children are more likely to develop monoar-
thritis and middle-aged and older children — oligoarthri-
tis [1, 2, 14, 15]. In preschool children, hip (41.7%) and
knee (38.3%) joints are predominantly affected, while
knee joints are most often affected in middle and older
age groups. Only children in the older age group had

shoulder arthritis (13%). In 42% of preschool children,
there was a recurrent course of ReA [1, 15].

The issue of ReA’s dependence on gender is contro-
versial. Some authors indicate that gender does not play
a role in the development of ReA [20, 23]. According to
other authors, ReA is more common in girls (61.9%) [14],
especially in schoolgirls [15], and there is also evidence
that preschool boys predominated among patients [18].

The literature also indicates that the clinical picture
of ReA does not depend on etiological factors [2].

Diagnosis [13, 16, 21, 26, 27]. General clinical exam-
inations are of secondary importance. The blood test
may show moderate leukocytosis and neutrophilia, an
increase in the erythrocyte sedimentation rate (ESR), a
significant increase in the indicators is rare, only in pa-
tients with severe ReA. Clinical blood tests are more
common without abnormalities [6].

Identification of trigger infections is carried out by
various microbiological, immunological and molecular
biological methods. CRP, RF, and ANP are most often
negative. High titres of IgA and IgM antibodies to patho-
gens of arthritogenic infections can be detected. For the
serological diagnosis of yersinia, salmonella and other
intestinal infections, it is advisable to study tests based
on haemagglutination and enzyme-linked immunosor-
bent assay (ELISA). Microbiological studies include the
detection of pathogens of arthritogenic infections from
mucosal scrapings, urethral and vaginal swabs, and bac-
teriological cultures of faeces and urine. Microbiological
blood and synovial fluid tests are performed [6, 13, 21,
27]. A highly sensitive method for detecting Chlamydia
trachomatis is urine PCR, which is 100 times more sen-
sitive than synovial fluid PCR and is a simple and reli-
able method for diagnosing ReA caused by Chlamydia
trachomatis [26]. However, in half of the cases, it is im-
possible to confirm the presence of infection, including
neither intestinal nor urogenital pathogens [9, 16, 36]. It
is not always possible to detect viruses by PCR or to de-
tect specific antibodies [9, 16, 36]. It should be remem-
bered that up to 36% of chlamydial and 26% of intestinal
pathogens are asymptomatic, complicating diagnosis.
Serological testing for Chlamydia trachomatis is of lim-
ited value due to cross-reactivity between Chlamydia
trachomatis and Chlamydia pneumoniae, inability to dis-
tinguish between past and present, and decreased and
absent AB depending on the duration of the pathogen’s
persistence [16, 21].

If PSReA is suspected, the antibody titer to strepto-
kinase (ASK) or streptolysin O (ASL-O) should be deter-
mined. However, a negative result of the AB titres cannot
rule out PSReA. A nasopharyngeal culture for strepto-
coccus and a history of tonsillitis are important. Tonsil
stimulation test (tonsil massage) leads to an increase in
CRP, leukocyte count, fever, and exacerbation of arthritis
within 24 hours [6].

Molecular genetic testing is recommended (especial-
ly in the case of sacroiliitis) — determination of HLA-B27
(7, 8,13, 21, 34].

Instrumental investigations. Radiography. At the
beginning of ReA, radiographs show nonspecific soft
tissue oedema, with the progression of the disease -
periostitis, slight periosteal irregularity in ligamentous
attachment to the bones, and cystic deformity of the
bone epiphyses. In adolescent patients, osteophytes
may appear at the Achilles tendon’s attachment site [6,

56 ISSN 2077-4214. Bichuk npo6nem 6ionorii i meguuunn — 2024 — Bun. 2 (173) / Bulletin of problems in biology and medicine — 2024 - Issue 2 (173)



ornaAaun NITEPATYPU / LITERATURE REVIEWS

21]. However, no specific radiological changes would ac-
curately and reliably confirm the diagnosis of ReA [13].
Magnetic resonance imaging (MRI) can detect periph-
eral synovitis and enthesitis, and MRI changes in the
sacroiliac spine are especially diagnostically important in
sacroiliitis [6, 21].

Ultrasound diagnostics (USD) is a susceptible meth-
od for diagnosing synovitis, especially for paediatric
rheumatology. The absence of radiation exposure, safe-
ty, absence of contraindications, high information con-
tent, the ability to assess the condition of bone, cartilage
structures, soft tissues, ligaments, tendons, and mus-
cles, the ability to use joint ultrasound to monitor the ef-
fectiveness of therapy — all this makes joint ultrasound a
widely used instrumental method for diagnosing ReA in
children. Ultrasonography of joints in ReA reveals signs
of inflammatory effusion in the joint cavity. In the case
of a prolonged course of ReA, thickening of the synovial
membrane and ligaments, changes in joint gaps, swell-
ing of periarticular tissues, and signs of synovitis are de-
tected [1, 6, 12, 21].

Diagnostic criteria. No generally accepted diagnos-
tic criteria for ReA have been developed so far. There-
fore, the diagnosis of ReA, especially in children, is made
clinically based on a thorough history and physical ex-
amination [13, 19, 20, 40]. The criteria of the American
Rheumatology Association (ACR) and the Berlin criteria
(1999) are still used to diagnose ReA [4, 10, 27, 45]. The
main criteria for ReA are asymmetric mono — or oligoar-
thritis with predominantly lower limb joints and a previ-
ous infection within 3 days to 6 weeks before the onset
of arthritis. Additional criteria are laboratory tests con-
firming the infection. However, it should be noted that
these criteria are developed and focused more on adult
patients [5], and these criteria mainly focus on enteric
or urethral infections [51]. Diagnostic criteria for ReA in
children have not been developed [2]. There is no specif-
ic test to confirm the diagnosis of ReA [20, 21, 23, 27]. So
far, there have been no updates to the criteria for ReA,
so the main and very important problem of ReA remains
the lack of diagnostic criteria in both adults and children
[6, 13, 18, 37, 38].

Differential diagnosis. The most important task for
the doctor is to identify a previous infection based on
a thorough history, assessment of the clinical picture,
physical examination of the patient and exclusion of
differential diseases. Other, more severe diseases, such
as acute rheumatic fever, juvenile idiopathic arthritis,
Bechterev’s disease, arthritis in ulcerative colitis, Crohn’s
disease, and systemic vasculitis, can occur under the
mask of ReA. It is also necessary to exclude metabolic
arthritis, arthropathy in endocrine diseases, paraneo-
plastic processes, tuberculosis, syphilis, Perthes disease,
Osgood-Schlatter disease, congenital defects of connec-
tive tissue metabolism, etc. The differential diagnosis of
joint syndrome is very complex, requiring knowledge
and skills from the doctor [6, 10, 22, 35, 52].

Treatment [21, 27, 37, 53-55]. Currently, there are no
clear, generally accepted guidelines for treating ReA in
either adults or children [21, 27, 37]. For the treatment
of ReA, drug therapy is more often used to eliminate
the causative factor — an infectious agent, eliminate
pain symptoms and restore joint mobility. Drug therapy
is prescribed considering the age, the relevant trigger

agent, severity and nature of the joint syndrome [4, 8,
10, 13].

NSAIDs are the first line, a necessary component of
the treatment of ReA, which quickly reduces the inten-
sity of the inflammatory process and reduces pain [9].
NSAIDs are prescribed in children at the maximum dose
for at least two weeks [10, 13, 41, 53, 54] and in adults —
for up to 2-3 months [21, 27]. NSAID therapy has age re-
strictions due to the risk of developing possible adverse
reactions. Therefore, paracetamol and ibuprofen are
the drugs of choice for children under five years of age.
NSAIDs are also used in the form of ointments, creams,
and gels, which allows reducing the dose of orally ad-
ministered drugs. Topical compresses with dimexide,
dimexide and NSAIDs/glucocorticosteroids (GCS), and
phonophoresis with hydrocortisone are prescribed.

Local therapy for severe ReA includes intra-articular
injection of GCS, which has a clear anti-inflammatory
and analgesic effect. As a rule, 1-2 injections are suffi-
cient to eliminate the joint syndrome [9, 19, 21, 30, 41].
However, intra-articular injection of GCS in the treat-
ment of ReA in children is rarely used due to the pos-
sibility of side effects. It is also an invasive method of
therapy that requires penetration into the affected joint
[13]. If necessary, GCSs are administered orally, but for
the shortest possible time, optimally from several days
to several weeks or a month, reducing the dose to the
lowest possible dose [21, 27].

To date, the question of the effectiveness of antibi-
otic therapy (ABT) in ReA remains open, with no clear-
ly proven data on the effectiveness of ABT [8, 12, 13,
21, 23]. Some authors point out that ABT is ineffective
and suggest abandoning it [13, 23, 45, 55], while others
show the effectiveness of ABT in chlamydia-induced ReA
[6, 8, 13, 27, 41]. ABT is considered especially effective
at the early stage of ReA development [4, 27]. Similarly,
some authors find no differences in the effectiveness of
monotherapy or combined ABT [10], while others show
the effectiveness of combined long-term ABT [8, 13, 23,
27]. The question of the efficacy of ABT, even in chlamyd-
ia-induced ReA, remains open [21, 27].

First of all, ABT is prescribed in case of chlamydial,
myco — and uroplasmic infections [6, 8, 10]. The drugs
of choice in children are macrolides (azithromycin, clari-
thromycin, josamycin, roxithromycin, spiramycin), which
accumulate intracellularly in inflamed tissues. It should
be noted that with an increase in the duration of one
course of ABT, the effectiveness of treatment does not
increase. In case of persistent joint syndrome, a second
course of ABT may be prescribed using an antibiotic
of a different group. The duration of the ABT course is
1 month in children and up to 2-3 months or more in
adults. Many authors believe that short 7-10-day ABT
courses are not effective, especially for chlamydial in-
fection [27]. For chlamydial infection in adults, it is rec-
ommended to use combination antibiotic therapy (dox-
ycycline + rifampicin, azithromycin + rifampicin) rather
than monotherapy [6, 13, 23, 27]. In adult patients, not
only macrolides are prescribed, but also fluoroquinolo-
nes (ofloxacin, ciprofloxacin) and doxycycline from the
tetracycline group. Fluoroquinolones are used primari-
ly as the drugs of choice for post-enterocolitic arthritis.
Some authors believe that using ABT in enterogenic ReA
is inappropriate [6, 27] because no association between
antibiotic treatment and improvement of enterogenic
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ReA outcomes has been found [20]. However, ABT has
been shown to be effective in PSReA. PSReA often re-
solves with the administration of NSAIDs and antibiotics.
If there is no improvement, a tonsillectomy should be
considered, after which arthritis symptoms are resolved
within three weeks [6].

In severe forms of ReA, high arthritis activity, re-
lapses and chronicity of the disease, with ineffective
NSAIDs and ABT therapy, adult patients are prescribed
GCSs (symptom-modifying therapy), cytostatics (CS),
genetically engineered biological products (GEBPs) (dis-
ease-modifying antirheumatic drugs) [4, 9, 10, 41, 54]. It
is believed that CS sulfasalazine is effective in acute and
prolonged courses, in relapses [6, 13, 23, 41], in chronic
courses, intolerance to sulfasalazine or lack of response
to sulfasalazine, it is advisable to use methotrexate [12,
13, 23]. There is data on the effective use of azathioprine
and cyclosporine A in chronic ReA in adults [27]. In adult
patients who are refractory to conventional therapy and
do not respond to 3 months of sulfasalazine or meth-
otrexate therapy, GEBPs (TNF-a inhibitors — infliximab,
etanercept, adalimumab, IL-6 inhibitor — tocilizumab,
IL-17 inhibitor — secukinumab) are used [8, 10, 54, 56,
57]. At the same time, discontinuation of GEBPs is earlier
in ReA, in contrast to RA and JIA, 3-6 months after the
onset of remission [4, 23]. In children, these groups of
drugs, given the side effects of systemic GCS and CS, as
well as GEBPs, are practically not used for the treatment
of ReA, and there is no literature data on their use.

Children with ReA are prescribed immunomodulato-
ry drugs that are actively involved in the formation of
antimicrobial immunity mechanisms.

Prognosis. The factors of unfavourable prognosis of
ReA are the presence of HLA-B27, chlamydial infection,
SpA and chronic intestinal inflammation in the family
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history. These factors contribute to the greatest severity
and progression of the disease [10, 13, 58]. With timely
diagnosis and timely treatment, in most cases, ReA goes
away without a trace, with spontaneous resolution of
ReA symptoms in 6 weeks in 50-80% of children, com-
plete remission is achieved within 6-12 months in 50%
of adults, without any health consequences and ends in
recovery [6, 13, 23, 36], although in every 3rd patient,
relapses of the disease or the transition of ReA to other
SpAs with chronicity of the process, which requires con-
stant treatment, are possible [2, 6, 13, 20, 21].

Conclusions.

Thus, the increase in the incidence of ReA, the pos-
sibility of developing relapses and chronicity of the pro-
cess, the lack of generally accepted diagnostic criteria
and uniform approaches to treatment require further
study of the clinical features of ReA and the possibility of
using modern medications. Difficulties in diagnosing ReA
are primarily related to the lack of generally accepted
diagnostic criteria and the prevalence of clinically erased
forms of the disease. Strict criteria for the appropriate
time intervals between infection and the onset of symp-
toms of ReA are also needed. The problem of treatment
of ReA is no less urgent. Despite the proven association
of ReA with infection, there is no consensus on the fea-
sibility and tactics of treating such patients with antibac-
terial drugs. Therefore, the study of this topic is quite
relevant.

Prospects for further research.

Considering that ReA is a diagnostically complex pa-
thology in children, further in-depth study of this prob-
lem, optimisation of the diagnostic algorithm, differen-
tial diagnosis and individual approach to treatment are
planned.
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Mpobnema peakmusHo2o apmpumy (PeA) Hanexcumb 00 00Hi€l 3i CKNadHuUx npobsem [K y 0opocnili, makK i 8
oumauyili peemamornoezii, OCKinbKU 6a2amo NUMAaHb 3aAUWAMbCA HE3PO3YMINUMU.
loyamkosa KoHuenuyia PeA sk «cmepusnbHO20 apmpumy», MpuU AKOMY 802HULWe iHpeKyil 3Haxo0umsbcs no3a

cyenobom, Hacammnepeo 8 ypo2eHimanbHOMy MPAKMIi YU KUWEYHUKY, HO Cb0200HI crpocmosaHa. JosedeHo, wo
rpu PeA i3 cyenobosux MKAHUH Ma CUHOBIA/bHOI PiOUHU MOXymb 6ymu sudineHi okpemi aHmuzeHu Mikpobis i
Hasime cami MiKpoopaaHi3mu (xnamioii).

EnidemionoeiyHi 0ocnioxceHHA npu PeA obmexceHi, Wo nos'a3aHo 3 8iocymHicmio yHighikosaHux 0iazHOCMUYHUX
Kpumepiis, mpyOHowamu obcmemeHHs X80pPux, 4acmo acuMnMoOMamu4yHUM nepebicom mpuaepHoi iHpeKyii.
O0Hak suAsneHi Hosi 36y0HUKU - Mycoplasma pneumoniae, Giardia lamblia, Helicobacter pylori, Pseudomonas
aeruginosa, Staphylococcus aureus, Staphylococcus haemolyticus, SARS-CoV-2 ma iHwi, AKi cmanu emiosno2iyHUm
azeHMomM f8Ho20 PeA. [loci cnipHUM 3aAUWAEMbCA MUMAHHA MPUHAnexHocmi 0o PeA cmpernmoKoKog8o2o
apmpumy, 0 makox apmpumig nicaa nepeHeceHux PBl, nocmeaKyuHan6HUX apmpumis.

Jlo KiHYA 304UWaeEMbCA He3po3yMinum MUMAHHA namoz2eHe3y ma MexaHismie po3sumeky PeA. Ak sidomo,
KnacuyHull PeA acouyitiosaHuli 3 HLA-B27. Ponbe HLA-B27 y po3sumky PeA noeHicmto He susyeHa. Y binobwiocmi
dimeli PeA He acouiliosaHuli 3 HLA-B27.

B 0aHuli yac 8iocymHs eOuHa Knacugikauyia PeA ma 3az2aabHonpuliHami diazHocmuyYHi Kpumepii 3ax80pH08aAHHS.
JiaeHocmuyHi Kpumepii, AKi suKopucmosytomecs, po3pobsaeHi ma opieHMoB8aHi MinbKu Ha AOPOCAUX rnayieHmis.
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Ayxe yacmo 8 nediampii 0na diaezHocmuku PeA 0CHOBHUMU Kpumepismu € KaiHiYHi 0aHi ma 0aHi aHamHesy, a 8
M07108UHI 8UNAOKi8 emiosnoeiyHUli haKmMop ycmaHosuMuU NPAKMUYHO He € MOX/IUBUM, i MOMY 8UPIUIGAbHY POsb Y
diaeHocmuyi PeA y dimeli sidizpae ynbmpa3zsyKose 00cnionceHHsa cyanobis.

Mompebytoms oHoBnMeHHA pekomeHOauii 3 nikysaHHA PeA Ak y dopocaux, mak i y dimel. IcHytome po36ixcHocmi
y peKomeHOayifax w000 nikysaHHA PeA y 0opocaux ma y dimell. JliKapcobKi npenapamu, AKi BUKOpUCcmMosyromecs y
dopocnux, He 30840U MOX/IUBO 8UKOpUCcmosysamu y dimeli yepes gikosi ocobausocmi dumsa4Yo20 op2aHiamy ma

Moxcusi nobivHi epekmu.

Knruosi cnosa: peakmusHull apmpum, 0imu, KaiHiKa, 0ia2HOCMUKA, /MiKy8aHHS.

3B’A30K ny6aikauii 3 nnaHOBMMM HAayKOBO-AoOCNig-
HUMU poboTamu.

PoboTa € ¢dparmeHTOM HayKoBO-AOCAIAHOI poboTH
«KniHiKo-naToreHeTMYHa 3HAYYLWiCTb CUCTEMHUX i NO-
KaNbHUX MeTaboniyHMX MOpYLIeHb MPU PEBMATUYHMX
3aXBOPIOBAHHAX: POab KOMOpOigHOI maTonorii Ta pos-
pobKa ONTMMANbHUX METOAIB NiKyBaHHA», HOMepP Aep-
peecTpauii 0119U001448.

Bcryn.

CyyacHa AuTaYa peBMaTooriA AOCATIA 3HAYHUX YCni-
XiB Y BUBYEHHIi 3aXBOpIOBaHb Cyr/106iB y aiteit. MpoTarom
6araTbox POKiB NPOBiAHA PONb HaseXKana IOBEHINbBHOMY
igionatMyHOMyY apTpuTy. ANe OCTaHHIMM POKamn Bigmi-
YaETbCA TEHAEHLA A0 HAPOCTAaHHA PEaKTUBHUX apTpu-
TiB (PeA) y autayomy BiLj 3 Pi3KMM OMONOAMKEHHAM 3a-
XBOPIOBAHHSA Ta 3pPOCTaloYOi KiIbKOCTIi BUNAAKIB y AiTel
y Biui no 10 pokiB, a TakoX gefani yactiwe PeA Haby-
Ba€E peuuamnsyoyoro abo xpoHiyHoro nepebiry [1, 2, 3,
4]. 3a niTepaTypHMMU AaHUMMK YacToTa peuunamsis PeA
CTaHOBUTb 15-17% i 3pocTaE 3i 36iNblEeHHAM TPMBANOCTI
XxBopobu, y 15-20% [0pOoCAMX MALEHTIB BUHWMKAE XPO-
HiYHMI Nepebir xBopobu [2, 5, 6]. Y AiTeN TaKOK MOXKAU-
BU XPOHiIYHUI Nepebir xeopobu i TpaHchopmau,isa PeA B
IOBEHINbHWIA igionaTnuHKUit apTpwmT [1, 2].

Merta gocnigKeHHs.

MpoaHanisyBaTK cy4acHUM cTaH npobaemm peakTms-
HOro apTpuTy y Aiten.

O6’eKT i meTOaM AOCNiAXKEHHA.

HasegeHo aHanis gaHux woao PeA y giten i gopoc-
nux, onybnikoBaHWX y BiAKPUTOMY OPYKY, B €NeKTpo-
HHOMY BUTNALI HA OiLIMHMX CaTax MeanYHUX BUAAHb,
LLLO peLLeH3YTbCA, 3a OCTaHHix 10 pokis.

OCHOBHa 4acTuHa.

Enigemionoria. 3a3suyaii PeA BMHMKAE yacTiwe vy
[0pPOCAKX, Y MONOAOMY BiLi, 3 nikom Big 20 fo 29 pokis,
AopocAi 6inbl cnpUAHATAMBI A0 3axBoptoBaHHSA [7-11].
YactoTa PeA y gopocamx y 2,5 pasa BuLLa, HiXK Y 4iten
[2]. NpoTe, AiT TakoXK MOXKYTb BYTU MilLEHH!O, XO4a No-
WwupeHictb PeAy aitelt HUxKYa [2, 12, 13]. BcecBiTHA no-
wnpeHictb PeA 'y gopocanx ctaHosutb 1 Ha 1000, y cBiTi
XBOpitoTb Ha PeA 1-15% ntogeii [2, 9, 11, 13]. Mowwupe-
HicTb PeA y aitayomy BiLi 3a OCTaHHI poKu 36inbluMnaca
30,3 po 0,7 Ha 1000 autayoro HaceneHHs [14]. Mutoma
Bara PeA B cTpyKTypi natonorii cyrnobis y agitei cTaHo-
BUTb Big 8 0o 56% [1, 2, 15].

EnigemionoriyHi paHi, piBeHb 3aXBOPHOBAHOCTI Ta
nowmvpeHocTi PeA B ycbOMy CBITi pi3HATbCA, Y 3B'A3KY 3
BiAMiHHIiCTIO reorpadiyHOro po3TallyBaHHA, Pi3HOro re-
HeTMYHOro GOoHyY, YacToTh 3ycTpivanbHocTi HLA-B27, pis-
HOI NowmnpeHocTi Ta ocobnmBocTelt Mmikpobioma Tiei um
iHWOT KpaiHuW, pisHMMM Niaxo4amu 40 AiarHOCTUKK [2, 6,
9, 13].

Tak KnacuyHui PeA yacrTile TpannseTbes y 6innx na-
LLIEHTIB, TOMY LLO HafABHICTb reHa HLA-B27 y Hux BuLa,
Hi’K Yy MauieHTiB iHWKWX HauioHanbHocTen [9, 10, 13].

Woao xnamigiiHo-iHayKoBaHoro PeA, AoCAnigKeHHs,
nposegeHe B MNiBHiYHIN AdpuLi, NOKasano, Wwo nowmpe-
HiCTb i 3axBoptoBaHicTb Y MiBHIYHIK APpuLi AyKe HU3bKA
nopiBHAHO i3 3axigHoto €sponoto i CLUA, To6TO iHbek-
Lis cevyocTaTeBOro TPaKTy, acouirioBaHa 3 Chlamydia
trachomatis, € HalnowupeHiwow npuunHoo PeA B
PO3BMHEHMX KpaiHax, BOAHOYAC, nolupeHicTb PeA
nicna nepeHeceHUX rocTpux Kuwkosux iHoekuin (IKI)
BMCOKa B KpaiHax TpeTboro cBiTy [13, 16-18]. 3axBopto-
BaHiCTb cTaHOBUTb 9 BMNaakiB PeA Ha 1000 iHpikoBaHMX
Campylobacter, 12 sunazakis gns Salmonella i Shigella [2,
19, 20]. Aopocni 6inbw CNPUAHATAUBI A0 PO3BUTKY PeA
nicna nepeHeceHux MNKl, xoya 3aXBOPIOBAHICTb Ha KULL-
KOBi iHdeKLUji BMLLa cepen aiTeit, ocobanso 4o 5 pokis
[4, 13, 17, 19, 20]. Y popocaux nawieHTiB, iHPpiKoBaHMX
lwmrenamm, canbmMoHenamu, Kamninobaktepamu abo
iepcuHiamun, PeA po3BurBaEeTbCs B 7-24% BUNAAKiB, [2, 6,
20], a B naujieHTiB 3 iHpeKuieto Chlamydia trachomatis
PeA BuHMKaEe B 3-8% BMUNagKis [2, 6]. Michs nepeHeceHo-
ro iepcuHiosy PeA po3BsuBaeTbea y 5-10% giten, y 5-20%
— nicna Aaiapei, BUKAMKaHoi Salmonella typhimurium.
Campilobacter-acouinoBaHunit PeA ctaHoBUTb y cepea-
Hbomy 3%, Shigella-acouilioBaHuii PeA — 3,5%, PeA y
AiTel nicna 3apaxeHHa KnoctTpuaismu ctaHosuTb 1,4%
[2, 18, 20]. binbw HU3bKa YacToTa PeA y giteli nicna ne-
peHeceHux MKl moxke 6yTv nos’s3aHa 3 BigCYTHICTIO NoB-
XapaKTepHa Ce30HHICTb po3BUTKY PeA y autadyomy
BiLli 3aN1€}KHO BiA, XapaKTepy 30yAHMKa Ta MOro NepBuH-
HOT NoKanisauii. PeA, cnpuunHeHnin bakTepiamu i3 cevo-
BUMX LNAXIB, NPUCYTHI NPOTATOM yCbOro poky. PeA nicna
'Kl yacTiwe 3ycTpiyatoTbCA BAITKY, Toai AK PeA, nicna ro-
CTpUX pecnipatopHux iHdekuii (TPBI), aHriHM Ta iHLWKNX
HOCOT/IOTKOBMX iHDEKLi — Yy 3MMOBUIA Nepiog PoKy [2].
Bu3sHauyeHHA. Tig TepMIHOM «pPEaKTUBHUIA apTpuUTY,
kog MO02 3a MKX-10, po3ymitoTb acenTuyHe, HerHinHe
3ananeHHaA cyrnobis, WO PO3BUBAETLCA BHACAIAOK iMYH-
HUX NOPYLUEHb, Ta BUHUKAE y AiTel, 3a3BUYaAN, nig vac
abo uepes 1-4 TUKHI nicnAa nepeHeceHol iHdeKLiHOoI
XBOPOBU (KMLLKOBOI, yporeHitanbHoi abo pecnipaTopHoi
iHpeKuji) y reHeTUYHO cxunbHMX ocib [1, 2, 6, 10, 15].
OfHaK, onMcaHoO BMMNaAKM 3aXBOPOBaHHA Ha PeA npoTta-
rom ogHoro poky nicna nepeHeceHux MKl [20]. IHwWi aB-
TOpY BKa3yloTb, WO PeA po3BMBAETLCA He Mi3HiWe, HiX
yepes 1 micaub nicna nepeHeceHoi iHbekwii [21, 22, 23].
TouyHW Nepiog, Yacy Bif, 3aparkeHHs 40 BUHUKHEHHS PeA
He BCTAHOBJ/IEHUW, LLO CMPUAE 3HAYHIN HEBU3HAYEHOCTI
Ta CYMepeyHoOCTAM MiXK AOCNIgNKEHHAMM, | BNANBAE Ha
piBeHb iCTUHHOI 3axBoptoBaHOCTI Ha PeA [20].
MartoreHes. [lo TenepilHbOro Yacy NUTaHHA naTore-
He3y i MexaHi3my po3BUTKY PeA 3anumLwatoTbCa 40 KiHuA
He BMBYeHUMU [2, 8, 11, 13, 24]. BBakaeTbca, wo PeA
— ue iMyHoonocepeaKoBaHWI CUHAPOM, CNPUYUHEHUN
HeloaaBHbO iHbeKUieto. 3 ogHoro 60Ky, bakTepianb-
Hi aHTUreHn (Al) 3 micuAa NPOHWKHEHHA NOLWMPIOOTHLCSA
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Yyepes KpoBoObir, TPAaHCMOPTYOTbCA B CUHOBIANbHY pi-
AVHY i cyrnobu, i CNpUUYNHAIOTL IXHE 3ananeHHs [11, 12,
23, 25, 26]. Npu ybomy MiKpobHi Al yTBOPHOKOTb iMYH-
Hi Komnnekeu (1K), Hanpuknag, IK, Wo cknagaeTbes 3
AT Yersinia i cneundiuyHux aHTUTIN (AT), BUABNAIOTLCA B
KpoBOObiry, a TakoX Yy CMHOBIiaNbHIN pianHi npu ReA,
MOXYTb 6paTh y4acTb NPU AKTUBALLT KOMMNNEMEHTY Y 3a-
nasieHHi Ta NOWKOAMKEHHI TKAHMH cyrnoba, Wo 3anycKa-
€TbCA iepcuHieto [11, 21, 27].

3 iHworo 60Ky, nNpu PeA nicna xnamiginHoi iHdeKuii
Mmicuem 6aKTepianbHOI iHBa3ii € CeYOBUBIAHI LWAAXM, LWLO
CMPUYMHAE CTiKe BHYTPILWHbOKAITUHHE iHIKYBaHHA
MOHOUMTIB, a npu PeA nicns MKl 6akTepii nepcuctytoTb
y nigcnvusoBomy LWapi KULWKiBHMKA. MNogibHo oo nepe-
HECeHHA iHPIKOBaHMX X/aMifisMM MOHOLMUTIB Y Cyrio-
6u, KUTTE3AATHI OpraHiammn abo HaKTepiaibHI NPOAYKTU
KULLKOBOT iIHOEKL,ii MOXKYTb TaKOXK NePEeHOCUTUCA 3i CTiH-
KM KWLWWKIBHWKa B cyrnobu 3a AONOMOroto KpoBoobiry.
Xnamigii meTaboniuHO aKTUBHI 1 MOXKYTb NEPCUCTYBATU Y
BUMNALI XPOHIYHOI iHbeKLii cnHoBianbHMX GpibpobnacrTis,
TOA AK KULLKOBI MAaTOreHu, AK-0T Ca/bMOHena, WBnAKO
OerpaayoTb ycepeaunHi cuHoBianbHUX ¢ibpobnacTis, Lo
NpU3BOAMUTL [0 YTBOPEHHA CUHOBIaNbHUX GibpobnacTis
i3 BHYTPILLHbOKNITUHHUMW «HaKTepiaNbHUMK NpUMapa-
Mn» abo MiKpobHUMKM npoayKTamu. Al iepcuHin Bynm
BuUABAEHI y daroumntax cyrnobis i KPoBi NaujieHTiB 3 PeA
npoTtarom 17 pokiB nicns nepule 3apeecTpoBaHoi iHpek-
uii [6, 11, 21, 25-27].

IcHye Teopis ancbanaHcy UMTOKIHIB. [icna nosacyr-
nobosoi bakTepianbHOI iHEKLii pO3BMBAETLCA aKTUBA-
uia T-nimooumTis i, OTXKe, BibyBa€TbCA BUBI/IbHEHHSA 3a-
nasnbHUX LUUTOKIHIB, PO3BMBAETLCS ANCHANAHC LIUTOKIHIB,
O NPU3BOAMTbL A0 CMHOBIA/IbHOTO 3ananeHHa [8, 11,
28]. YncneHHi gocniarKeHHAX piBHA LUTOKIHIB (paKTopa
HeKpo3y nyxiuHu-anboa (PHM-a), iHTepnelkiHis — IN-
1B, 11-4, 111-10, 1N-17, 1/1-23, a TaKoX iHTepdepoHy-ram-
ma (IPH-y) y xBopux Ha PeA He € 0AHO3HAYHUMMU, A €
ayxe cynepeunusumm [13, 19, 27, 29]. BupiwanbHe 3Ha-
YeHHA ANA 3HMLWEHHA H6akTepilt matoTb PHIM-a Ta IOH-y,
a 111-4, 1N1-10 moxyTb iHribyBaT BMBeaeHHA BakTepiit
[11]. Y niTepaTypi € AaHi, Wo B rocTpii dpasi PeA moxKyTb
nigsuwysatuca 171-10, IN1-12, IN1-17, 11-23 i 1J1-6, a Takox
3HMXKyBaTUCA PHM-a Ta IPH-y [4, 8, 12, 13, 29]. Mpwu

PucyHok —MNepeabauyBaHuii natoreHes PeA [11].

Lbomy nigsuieHHa 1/1-10, aK npaBuao, Npn3Bo4UTb 40
nepcucTeHLii 6aktepil, a niasuweHHs 1/1-6, 11-17, IdH-y
i ®HM-a — g0 XpOHiYHOro 3ananeHHs cyrnoba [4]. Oeski
aBTopu BigBoaaTb ®HIM-a noaBiliHy posb, TO6TO MOro pi-
BEeHb 3HUMKYETbCA MpPU roctpomy PeA i 3HaYHO migsuLLy-
€TbCA NPU XpOoHiYHOMY nepebiry PeA [2, 8, 13, 23].

[JeskKi aBTopm BKasyOTb Ha po/ib MiKpobioma Kuiuey-
HUKY B natoreHesi PeA [4, 12, 13, 19, 30]. NpoBeaeHi go-
CNiAXKEeHHA MOKa3a/iM 3HaYHi BiAMIHHOCTI B MiKpobiomi
XBOPUX Ha PeA NOpPIiBHAHO 3 KOHTPO/bHO rpynoto [4,
31-33]. Tak, Bigmi4yeHO nopyLeHHA MiKpobioLeHO3y Ku-
LWEYHMKY: NiABULLEHHA eHTeponaToreHis Pseudomonas i
Erwinia, natoreHHoro ctadinokokairpubis poay Candida,
po3BUTOK Aucbiosy |, Il cTyniHA 3i 3HUKEHHAM abo BU-
paxeHum pediumTom KinbkocTi bidisobaktepiin Ta nak-
TobaKTepil, HagMipHUM POCTOM YMOBHO-MATOFEHHUX
MmikpoopraHiamis (Klebsiella pneumoniae, Enterobacter
aerogenes, Citrobacter freundii, Enterobacter cloaca) [2,
3, 13]. OAHWM 3 OCHOBHUX BUAIB AiANbHOCTI HOPMaAbHOI
MiKpodiopy KuLIeYyHUKa € 3abesneyeHHA HOpPMaabHOI
imyHHOI Bignosiai [3, 21]. Mikpob6ioTMYHi nopyLleHHA
KULUKIBHMKA CNPUAIOTb NOPYLUEHHKO HOPMAJIbHOI iMyH-
Hoi Bignosigai [3, 11]. OgHak, € aBTOPM, AKi NOPiBHIOBaNN
ABi rpynu nauieHTiB nicna MKl 3 PeA i nauienTis nicna MKl
6e3 PeA, Ta He BUABUAM iCTOTHMX BiAMIHHOCTe! y po3ma-
iTTi KULWKOBOI MiKpobioTK [2].

MepenbayyBaHuii naToreHes PeA 306parkeHo Ha ma-
NOHKY aBTopiB Tao He, Weiqging Qian, 2024 [11] (puc.).

leHeTMYHaA CXMAbHICTb. YMCNeHHi niTepaTypHi AaHi
BKA3YyOTb HA 3HAYYLLICTb r€HETUYHOI CXMABbHOCTI B PO3-
BUTKY PeA [7, 8, 13, 18, 34]. No3uTtnsHuin HLA-B27 Bu-
asnaetbca Big 50 go 80% popocnux nauieHTiB 3 PeA
[2, 4, 13, 18, 27]. Acoujauis HLA-B27 3 yporeHHUMm PeA
cnoctepiraetbca y 80-90% xBOpuX, 3 MOCTEHTEPOKONi-
TMYHUM PeA —y 56%. OyeBnaHO 3a HaaBHocTi HLA-B27
NiABULLYETbCA CMPUNHATAMBICTb OpraHiamy 40 apTpuTo-
reHHWX MiKPOOpPraHi3miB, BUHMKAE TpMBana NepCcUCTEH-
Lis TpurepHoro iHpekuinHoro areHTa [2, 7, 8, 13, 34]. Y
cepono3ntueHmMx PeA possmsaetbca B 5-10 pasis yacTi-
we [11, 27]. OpHak, HLA-B27-acouilioBaHuii PeA BusABs-
JIeHO MeHLW HiX y 10% BuNagKiB NOCTCTPENTOKOKOBOIO
PeA (PCPeA) [4]. He oo KiHus BuBYeHa ponb HLA-B27 y
po3BUTKY PeA. ICHye nocTiliHa AMCKycCiA, TaK OAHI aBTo-
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pu npunyckatoTb, Wwo HLA-B27-no3nTMBHI AtogM matoTb
niaBULLEHY CNPUNHATAUBICTL A0 PeA [7, 8, 13, 34], iHwi
aBTOpPM He BUABNAIOTb Lboro 38°a3ky [20]. HLA-B27 He
€ AiarHOCTUYHMM Mapkepom PeA, ane nokasye BaXKKiCTb
nepebiry apTpUTY, MOXAMUBICTb NEPCUCTEHL,i MiKpoop-
raHiaMy, MOXX/MBICTb PO3BUTKY PeELMAMBIB Ta XPOHi3a-
uii 3axBoptoBaHHa [7, 9, 13, 27, 35]. TobTo HasABHICTb Y
xBoporo HLA-B27 € NporHoCTUYHMM NOKasHUKOM [4, 6,
7,12, 13].

Etionoria. Knacudikauia. ¥ pobouin knacudikauii
peBMaTUUYHUX XBOpob 1985 pOKy 3aneXKHO Big, MPUUYMNH-
HOTO YMHHMKA BISOKPEMJIOBA/IM MOCTEHTEPOKONITUY-
HUMN, yporeHiTanbHUii PeA, PeA nicna HOCOrNMOTKOBOI iH-
dekuji. 3a nepebirom PeA moxe 6yt roctpum (meHwe
Hi’K 6 MicAuiB), 3aTAKHUM (6-12 micAuiB) i XPOHIYHUM
(nowHag, pik) [2, 13, 21, 26, 36].

Ha IV MixHapogaHilt pobouii Hapagi 3 peakTUBHUX
apTpuTiB (M. BepniH, 1999 p.) yxBaseHo pilleHHA BBaXKa-
TU OCHOBHUMMW ETIONOTIYHUMW YNHHUKAMM MNOCTEHTEPO-
KONiTMYHOro PeA — iepcuHii, canbmoHenu, wurenm, xe-
NiKOBaKTep; YPOreHHoro — xaamigii, ypeannasmu. IHwi
apTpuTtn — PCPeA, nocTBipycHWin, apTpuT Jlaima, 06’ea-
Ha/M TEPMIHOM — «apTPUTK, NOB’A3aHi 3 iHbeKLie».
Hapani, po rpynu iHbeKuiiHMx apTpuTiB CTanu BiAHOCK-
Tn PCPeA, NocTBipyCHUN, | KnacuyHuii PeA, BUKINKaHUI
CeYyoCcTaTeEBMMMU | LUNYHKOBO-KULLKOBUMU iHDEKLiaMM
[13, 18, 36].

be3ymoBHO, y po3BUTKY PeA npoBigHy posnb Bigirpae
iHpeKuiHni areHT [10, 12, 35, 37]. OgHaK uina HM3Ka
nUTaHb NoTpebye NogaNbLIOro BUBYEHHSA. 30Kpema, 3a-
JIMLIAETLCA HEMOBHMM Nepenik MiKpobHMX areHTiB, WO
iHiLitoloTb PeA, cnncok 36yaHMKIB NOCTIMHO pO3LWKpo-
eTbca. Kpim mikpobHMxX 36yaHUKIB, NapasuTis, Bipycis,
npWNycKaTb, Wo PeA 3 6inblIO MMOBIPHICTIO MOXKe
BUHWKHYTU MicAA BaKUWHaLii, nicns npuiomy nikap-
CbKux npenaparis [21, 24].

PaHiwe BBaxanu, wo PeA po3BMBAETLCA Y BiANOBIAb
Ha nosacyrnoboBy iHOeKLito, 33 AKOi NPUYMHHUIA areHT
i MOro aHTUreHM He MOXKyTb ByTU BuAiNneHi i3 cyrnoba,
TO6TO cyrnobu «ctepunbHi» [12, 21, 36]. ImyHHa Bigno-
Bifb Ha HAABHICTb iIHPeKLiNHOro areHTa B opraHiami npo-
ABNAETLCA BMPOONEHHAM AT, WO LMPKYAIOOTL Y KPOBI
Ta cMHOBIianbHIN pianHi [12, 36]. Hagani i3 cyrnoboBux
TKaHWH, CUHOBIANIbHOI PiANHM y XxBOpMX i3 PeA 6yno Bu-
AineHo okpemi Al mikpobiB i HaBiTb cami MiKpoopraHis-
mu, ocobnmeo OHK xnamigin. Kpim Toro, goBeaeHo, Wwo
nepcucTeHuis 6aktepianbHux Al (AHK) Ta ixHix Komno-
HEHTIB MOXe NepeTBOPUTU rocTpUn PeA Ha XPOHIYHUIA
[4, 8,13, 21, 38].

byno 3anponoHoBaHO BiAMOBUTUCA BiA BiAMIHHOCTI
MiX 4 BOMa rpynamu 3axBoptoBaHb — NOCTIHOEKLiMHNIA
i peakTMBHUIN apTpuT, i BiAAaTM nepesary TepmiHy PeA
ana obox rpyn. Mpu uboMy KnacuuHun PeA, akuii Bia-
HOCATb A0 cnoHaunoapTtponarii (CnA), mae TicHU B3a-
€M03B’A30K 3 HLA-B27, y To »Ke Yac nocTiHpeKuinHNMiA
(PCPeA, nicna BipycHUx iHbeKLii), AK NpaBuio, He aco-
uinoBaHuit 3 HLA-B27 [21, 26, 27, 39]. OgHaK KAiHiYHi
CMMMNTOMM i MATOrEHETUYHMI MEXAHI3M A1A KNACUYHOTO
PeA i nocTiHdeKLiliHMX apTpuUTiB cxoxKi. Tomy, CbOroaHi
PCPeA, a TakoXK apTpuT Nicna BipyCHUX iHOEKLin BKAtO-
YyeHo A0 po3wunpeHoro cnekTpy PeA [4, 6, 35]. IHwi aB-
TopK [27, 36, 38] He AOMYCKaOTb BUKOPUCTAHHA TEPMIHY
PeA pgns apTpuTiB, PO3BUTOK AKMUX MOB’A3aHUI 3i cTpen-
TOKOKOBO'O, bopeniiosHoto, bpyLenbo3Hot, BipyCHO Ta
iHWKMKM BMaamm iHbekuin, 60 Hemae 38’a3Ky 3 HLA-B27

abo npoasamu CnA. Lle cTBoptoe KnacuodikauiiHi Ta gia-
rHOCTMYHI npobnemu [21, 27, 39].

HaluacTilwe xBopoba po3BMBaETbCA MNicns  ne-
peHeceHoi TKI (Yersinia enterocolitica, VYersinia
pseudotuberculosis, Salmonella enteritidis, Shigella

flexneri, Shigella sonnei) abo yporeHiTanbHOI iHbeKLiT
(Chlamydia trachomatis) [4, 14, 22, 26, 36]. Ane € pigKic-
Hi iHdeKLiiHi areHTK, 30aTHI BUKAKKaTK PeA (Mycoplas-
ma pneumoniae, Mycoplasma genitalium, Gardnerella
vaginalis, Neisseria gonorrhoea, Ureaplasma urealyt-
icum, Echerichia coli, Helicobacter pylori, Entamoeba
histolytica, Giardia lamblia, B-haemolytic Streptococci,
Leptospira, Pseudomonas aeruginosa, Staphylococcus
aureus, Staphylococcus haemolyticus Ta iHwi) [2, 18, 36,
40].

Y po3BUTKY PeA He BTpaTUAM 3HAYHOCTI HOCOMNOT-
KoBa iHdeKUia (HafABHICTb XPOHIYHUX BOrHML, iHdeKLUil
— XPOHIYHUIN TOH3UAIT, dapuHriT, raimopmT) i TPBI [5,
12, 15]. baraTo aBTOpiB BBa*KaloTb, WO B AUTAYOMY BiLi
pecnipaTopHi areHT! € HalYacTILLO NPUYNHOKD BUHMK-
HeHHA PeA, HiX yporeHiTanbHi abo NOCTeHTEPOKONITUY-
Hi [14, 15, 22, 36]. Tomy B niTepaTypi BUKOPUCTOBYETbCA
TepMiH PeA «noctpecnipatopHuii» [14, 15]. Cepeg, Bipy-
CHUX iH@EKLiM, YacTO acoUiMOBaAHUX 3 YPaXKEHHAM Cyr-
nobis, cnig BiA3HauMTK napsoBipyc B19, ageHosipycy,
Bipycu KoKcaki, Bipyc KpacHyxu, renaTtuTis A,B,C, repne-
cBipycu. Y gopocamnx 613bKo 1% ycix BUNagKis roctporo
PeA TaKkoX Mmae BipycHy eTionorito [41-42]. Mpu geskux
BipyCHMX apTpuTax (renatut B, repnecsipycu, afeHoBi-
pyc) B cyrnobosomy BunoTi BussneHi IK (Ar-AT), aki npu-
3BOAATb 10 PO3BUTKY MOCTBiPyCHOro apTputy [21].

LikaBum € ¢daKT, wo PeA gyKe 4acTo 3ycTpivaeTbCsa
y BlNl-iHpikoBaHux [4, 6, 13, 28]. OaHaK 6yB 3pobseH
BWCHOBOK, WO PeA nos’A3aH 3 iHWUMK iHpeKuiamK, Ha
AKi HapakatoTbcA nauieHTn 3 BIJ1, a He 3 camoto BIJ1-iH-
dekuieto [6]. Y 2020 poui Bnepwe byno onuncaHo PeA,
acouiiosaHui i3 COVID-19 [10, 28, 40-43].

BoaHouac y 3HauHOI KinbKoCTi gitel i3 PeA eTiono-
ria 3anuwmaaca He Bigomoto, y 25% piteit nonepegHs
iHpeKuia nepebirana 6€3cMMNTOMHO i BUABUTY Ti HanAB-
HiCTb i3 aHamHe3y He moxauBo [5, 22, 36]. Y 30-50%
XBOpMX 3 PeA € BUpaKeHWI CMHOBIT, NpoTe He mae nabo-
paTOpPHUX 3MiH, i, WO 0COBNMBO BaXK/NBO, HE BAAETHCA
niaTBEPAUTN HAABHICTb KULLIKOBOI abo yporeHiTanbHOI
iHpeKuji, ane BiacyTHicTb ifneHTUIKayii 36yaHMKIB He
BUK/OUaE PeA [36].

Kninika [5, 14, 15, 19, 21]. /lo MOMEHTY PO3BUTKY ap-
TPUTY KNiHIYHI 03HaKK iHdeKLii, AK NpaBUaIO, MUHAIOTD.
B oKpemux BUNaZKax apTpUT PO3BMBAETLCA OAHOYACHO
3 piapeeto, iHOEKLIE CEeYOBOI CUCTEMMU, YPaXKEHHAM
oyen, ane vactiwe yepes 1-4 TUXKHI nicna. HanyacTi-
Wwe 3ycTpivaetbcsa PeA y fiteil paHHbOrO Ta MOIOALLO-
ro wkinbHoro Biky [2, 15]. OgHaK, nonepegHs iHdpeKuina
MOMKe NPOTiIKaTK KNiHIYHO 6e3cMmnTOMHO abo iaeHTUdI-
KyBaTUCA TiNbKM nabopaTtopHo [6, 20, 21, 36].

Y [0pOCAMX YacTille yparkaloTbCA CYr106M HUMKHIX
KiHLIBOK, HalvacTiwe 3aay4aloTbCsA A0 NpoLuecy natc-
HedanaHrosi cyrnobu, cyrnobu nepennatoCHU, romin-
KOBOCTOMHi Cyrnobu. Y KOXKHOro 2-ro nalieHTa Big-
3HAYAETbCA apTPUT cyrnobis 1-ro nanbuAa CTOMM, WO €
[iarHO30M BUK/OYEHHA ANA PeBMATOIAHOTO apTpuTy.
Ta3ocTerHoBi cyrnobu 3any4yaroTbCa AyKe PigKO, BOHU
iHTaKTHi. Y XBOpUX 3 ypOreHHUM PeA miweHAMU € cyr-
No6U  KiHLIBOK, MOMEPeKOBO-KPUMKOBE 34/IeHYBaHHA,
XapaKTEPHO PO3BUTOK EHTE3UTIB, YPaXKEHHA C/IN30BUX,
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WKipK, oyelr, wo TMNoBo i Ana iHwux CnA. Cyrnobis
KBUKNIOYEHHA» ANA XBopobu PeliTepa HeMag, OTXe, 40
3ananbHOro npouecy moxe byt 3anyyeHuii byap-akui
cyrnob [6]. Y popocnux i3 PeA yacTiwe, HixK y AiTel, pos-
BMBAETbCA NOMIAPTPUT, XO4a TMNOBUM € PO3BUTOK acu-
MeTpUYHoro oniroaptputy [13, 35]. KniHiuHnmun ocobam-
BOCTAMMU PeAy piten €:

— FOCTpUIA XapakTep cyrnoboBOro CMHAPOMY: ro-
cTpuit 6inb, Habpsak i npunyxnictb, aedopmaldia, 3miHa
Temnepatypu, 6inb Moxe NpUBECTU [0 BMParKeEHOI 06-
MeXKeHOi aKTUBHOCTI ANTUHMN,

— YyacTile ypakatoTbCa CYrNobu HUMKHIX KiHLIBOK [2,
15], xapaKTepHO pO3BMTOK aCUMETPUYHOTO 0/1iro — (24%)
abo moHoapTpuTy (71%) cepepgHix i BeNMKMX cyrnobis
[14, 18, 19, 22, 26], HaMiuacTiwe KoniHHMX (52-80,9%),
FOMIJIKOBOCTOMHUX (26-57%), npomeHeBO3an’ACTKOBUX
(44-48%), TasocterHoBux (19%), piawe ApiGHUX cyr-
nobos kuctel (4,2-11%) [14, 15, 44], piako 6yBae noni-
apTpuT (4%) [2, 18],

— € MIMOBIPHICTb PO3BUTKY TOpnigHoro nepebiry cyr-
N060BOro CMHAPOMY, pPeLManBIB 3aXBOPIOBaAHHA, OCO-
6n1Bo ana xnamiginHoro PeA [5, 15, 22, 26].

KniHiyHa KapTMHa PeA y aiten 3anexuTb AK Big, 0co-
6nauBocTel iHdeKUji, Wo CnpUYMHMAG 3aXBOPIOBAHHS,
TaK i CTaHY MaKpoOpraHiamy, B SKOMY BUHWMK/IO 3aXBO-
pPIOBaHHA, Bi4 BiKY AUTUHU, PIBHA LIUTOKIHIB, HAABHOCTI
nosutmueHocTi HLA-B27 Ta iHWKX ynHHMKIB [5, 13]. Tak,
npu MikonaasmeHHOMY PeA yparKeHHi He TiIbKM KOANiHHI
(73,7%), Kynbwosi (26,32%), rominkosoctonHi (10,5%),
a 1 npomeHeBo3an’scTKoBi cyrnobu, ApibHi cyrnobu
Kucten (5,26%), Ha BigMmiHy Big, iHWKX PeA, moxe 6yTu
ypaxeHHa nnevyosux cyrnobis (15,8%) [5]. Mikonnas-
MOBUIA ONIr0apTPUT YacTo € mirpytoumm [15]. O3HaKoto
ypeannasmeHHoro PeA € acMMeTpUYHUIA apTPUT KONiH-
HUX | FOMINKOBOCTOMHMX Cyrn106is, opmyBaHHA BypcuTy
B AiNAHUI N'AT i TEHAMHITY 3 HU3bKOK labopaTopHOO
AKTUBHICTIO, PO3BUTOK YHKLIOHaNbHOI HEeAOCTaTHOCTI
cyrnobis [5].

Ons PCPeA, skt Texx Hanexutb go PeA, xapakTtep-
HUIA PO3BUTOK CUHOBITY CepeHix i BenuKux cyrnobis,
MOHO —ab0 0NiroapTPUTY, BiACYTHA NETIOYICTb apTParii,
BiZICYTHI O3HAKM ypaxkeHHA cepusa [5, 35]. Ane cyrnobo-
BUN CMHAOPOM CTiIMKMM, YacTo TOPNIAHMMA [0 NiKYBAHHA
HecTepoigHMMKW NpoTU3ananbHUMKM 3acobamu (HM33).
PCPeA cynpoBOAKYETbCA BMCIBAHHAM 306yaHMKa i3 3iBy,
nigsmweHHAm Tutpy AC/1-O i € HeratueHUMm 3a HLA-B27.
MNepebir PCPeA 6e3peunanBHUIA y BiNbLLIOCTI NaLEHTIB
[5]. Mik 3axBoptoBaHocTi Ha PCPeA npunagae Ha Bik 8-14
POKiB, @ BTOPUHHUIM NiK — Ha BiK 21-37 pokiB. AKLO Y
navLieHTIB peLnaMBYOYNIN TOH3UIT, aPTPUT TAKOXK MOMKeE
6yTH peumanByOYUM. Y KOLHOTO 3 06CTEXEHMX NALLIEH-
TiB He 6yN0 BUABNEHO 3a/IMLLKOBOTO NOLLKOAMKEHHA abo
nedopmauii cyrnobis [6]. 3a niTepaTypHUMKU AaHUMU,
Ha BiAMIiHY Big KnacuuHoro PeA, PCPeA nposasnAeTbeA
yacTtiwe noniaptputom, € HLA-B27-cepoHeraTtmsHum,
OCbOBE YparKEHHA Ta no3acyrnobosi npoasu 3ycTpi-
YAKTbCA PIAKO, HEMAE XPOHi3aLii npouecy, NikyBaHHA
PCPeA aHTUbioTMKamu € edbekTuBHMUM [4]. MUTaHHA Npu-
HanexHocTi PCPeA no PeA no TenepiwHbOro yacy € Big-
KpUTUM, Ta YacTo 06roBoprOETLCA B NiTepaTypi [6, 12].

Ona PeA xnamiginHoi etionorii xapakTepHe ypa-
YKEHHA BENMKUX | cepelHix cyrnobiB HWMMKHIX KiHLBOK,
HanyacTilwe KoniHHuxX (75%), y 12,5% — KyAblIOBUX, Y
pewT — npomeHeBo-3an’acTKoBMX [5]. PO3BMTOK Kna-
CMYHOI XBOpObU PeiTepa, ypeTpo-oKy/10-CUHOBIAIbHOTO

CUHAPOMY, Y AiTel 3ycTpivaeTbea pigko [5]. HUHI cun-
Apom Pelitepa po3riagatoTb AK HACAILOK XAamigifHoi
iHeKuji. Mpn ubomy y 90% aiteir sBuasnsatotb Chlamydia
pneumoniae i anwe y 10% — Chlamydia trachomatis [15,
18, 43, 45, 46].

Ane xBopoba PeliTepa MoKe BUKAMKATUCA XNamigi-
AMW, MiKOMaasmamu, ypeansiasmamu, eHTepobakTepi-
aMmu. [itn 3 PeA xnamigitHoi eTionorii matoTb KAiHiYHi
0COBAMBOCTI, TaKi AK BMCOKa aKTUBHICTb NaTO/IONYHOro
npowecy, MONICMHAPOMHICTb, HAABHICTb BUPAXKEHUX
3aMasibHMX 3MiH B aHani3ax KpoBi, MiaBULLEHHA bifkKiB
roctpoi ¢asu [43]. 3HAYHO YacTile, HiXK Yy AOPOCAUX, Y
AiTell MepLiod 03HAKOK XBOPOOM € FOCTPUN THIMHWUIA
KOH’FOHKTUBIT, HETPUBA/ZINI, YAaCTO PeLmamnByoUmni, no-
€AHYETbCA OAHOYACHO 3 AU3YPUUYHUMMW MOPYLUEHHAMM,
YPETpUTOM, By/IbBITOM. YparkeHHA cyrnobiB po3BMBaETb-
cA nisHiwe. Cyrnob0BMN CUHAPOM NMOYMHAETHCA FOCTPO,
3 JINXOMAHKOHO | PO3BUMTKOM Ba*KKOro apTpuTy. CuMnTom
«cxoaiB» (nocTynoBe 3anydyeHHa cyrnobiB Big HU3Y A0
BEPXy), a TAaKOX CMMNTOM «cnipani» (BucxigHe 3any-
YeHHs pi3HOMMEHHUX cyrnobis), YacTo cnocTepiratoTb-
CA B JOPOCAUX, @ Y AiTel TpanaAeTbCA pPifgKo, 3a3BMyait
3aXBOPIOBAHHA MOYMHAETBCA i3 CUHOBITY KOMIHHOTO Cyr-
noba [47]. Y nebtoTi 3axBOPtOBAHHS PO3BMBAETHCA MOHO
— Ta ONiroapTpuT, @ Hagani — noniapTput [7]. Manbui 3
BMPAKEHOK HabpaAKAicTio i bontovicTio, y BUINAAI «co-
cuckonopaibHoi gedopmal,ii», «naneub-koBbacka», cno-
cTepiratotbca y 5-10% Aiteit [2]. EHTe3UT (3amaneHHn
MicLLA MPUKPINAEHHA CyXoXuana abo 38’A3KM 40 KiCTKK
abo cyrnoboBoi Kancynm, ocobiMBoO MicuA NPUKpPINIeH-
HS axiNIJI0BOTO CYXOMWUANA) Ta AAKTUNIT (YparkeHHA cyr-
Nnobis Bcboro nanbuga) BuasneHo y 30-40% xBopux 3 PeA
[6, 7, 13, 23]. Cakpoineit cnoctepiraetbcsa y 20% gopoc-
nnx nauienTis. CNOHAMAIT Ta CaKpoineit yacto crnocre-
piraeTbca y nauieHTie 3 HLA-B27 [6, 23, 28]. Y aiteit He
BUpPaXKeHa KopensaLis Mix KnacuyHoto Tpiagoto Pelitepa
Ta HasBHicTiO aHTUreHy HLA-B27 [47]. Xnamigios — ue
BHYTPILUHBOKNITUHHA iHdEKLiA, AKa BaXKKO BUABNAETLCA
i CXWMAbHA [0 TPUBANOTO MEPCUCTYBAHHA Ta peuuauBy-
BaHHA [2, 7, 21, 23].

Micna nepeHeceHnx MKl PeA npoTikae roctpiwe i arpe-
CMBHilWe, HiX npu PeA, acouiioBaHMM 3 xnamigiosom,
XapaKTepPHE aCMMETPUYHE YParKeHHA Cyr1o6iB HUMKHIX
KiHLiBOK, BUCOKa NabopaTopHa aKTUBHICTb. Buasnaetbea
6inbWw ABHWUI XPOHO/OFYHUI 3B'A30K i3 NepeHeceHOo
MKI. Y piten 3 PeA nicna nepeHeceHoro iepcuHiosy abo
CaNbMOHENbO3Y MOXKYTb ypaxaTnca ApibHi cyrnobm kuc-
TeW, B MPOLEC 3a1y4atoTbCA Ta30CTErHOBI cyrnobu, Kpu-
YKOBO-K/Ily60Be 34sieHyBaHHA. [pouec moxe npuiimaTm
nigroctpuin nepebir i TpusaTh Ao 3-5 micAuis, nicaa yoro
HacTae NoBHe oAyrKaHHsA [20, 21, 23].

Y piten 3 ReA, acouiioBaHum 3 Clostridium difficile
CMMMNTOMM apTPUTY 3’'ABNAOTbCA Yepes 1-2 TUKHI nican
noyatky Aiapei, y Burnagi mirpytodoro aptputy (77%),
npu LLbOMY 3anasieHHs NPUNUHAETLCA B O4HOMY Cyr006i,
i B TEl e Yac 3a/7y4a€eTbCA HOBUI cyrnob, HalyacTiwe
YpaXkatoTbCA TAa30CTErHOBUM (62%) i KONiIHHWIA Cyrno6bu
(69%). Y BCiXx XBOpUX BUABNEH CMHOBIT. BAM3bKO MONO-
BMHU XBOPMX MasiM CyMnyTHIO IMXOMaHKy Ta/abo sucun.
Yci xBopi HLA-B27 HeraTuBHi. Y NONOBUHK AiTeN cUMM-
TOMW apTPUTY BUPILLAIOTLCA NPOTArOM 2 TUKHIB. Y 15%
aiten peunaunsytotb 60ni B cyrnobax, asne Hi B }KogHOro
He [iarHOCTOBAaHO XPOHIYHOro apTpuTy abo 3ananbHOro
3aXBOPIOBAHHSA KMLLEYHUKa [48].
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MosBa BipyCHUX apTpuWTiB HaluyacTiwe 36iraeTbcs y
yaci 3 KNiHiYHMMM NpoaABamMmK BipycHOI iHdeKuii. Ana Bi-
PYCHUX apTPUTIB XapaKTEPHO MEPEBAKHO CUMETPUYHE
ypaxKeHHs cyrnobis, K APiOHMX, TaK | BEIMKUX, MOXKAN-
BO NONIAPTUKYNSAPHE yparKeHHs cyrnobis. Li apTputn €
3BOPOTHUMM NPOTArOM 2-4 TUXKHIB, € HEAECTPYKTUBHU-
MW, NPOXOAATb CAMOCTIMHO Ta MOKYTb HaBiTb HE BMMa-
raTu NikyBaHHaA. [iarHocTuKka ix cknagHa, 6asyetbcs Ha
KNIHIYHIA cMumnTOMATUMLI Ta YNbTPa3BYKOBIN AgiarHoCTUL,i
(Y34) ypaxkeHux cyrnobis, He 3aBXAN MOX/INBE BUSB-
JIEHHA BipYycCiB 3a LONOMOrO MoJIiMepasHOi TaHLLIOroBOI
peakduii (MN/1P) abo BuaBneHHa cneymnoivuHmx AT [4, 36].

Y negiaTpuuHii nonynauii onucaHi Bunaaku PeA,
acouiioBaHoro 3 COVID-19, onucaHi ypaxKeHHA Kysb-
LIOBUX, KOMIHHMX, NiKTbOBMX cyrnobis, AaKTUAIT 3 ypa-
*eHHam I, IV, V naocHedanaHrosux cyrnobis [49-51].
Ane y pitein Bunagku PeA, acouinosaHoro 3 COVID-19,
B /liTepaTypi onucaHi pigko. Halibinbl BuBYeHU PeA,
acouinosaHuit 3 COVID-19 B popocnin nonynsauji. Tak
33a3HaYeHo, WO TAXKICTb 3axBoptoBaHHA Ha COVID-19
MOXe BM/IMBATU Ha XapaKTep yparkeHHA cyrnobis. Mpu
He TaXKomy nepebiry COVID-19 po3BMBaBCA MOHOa-
TPUKYNAPHUIA (25,97%), oniroapTurynapHuin (27,27%),
NoniapTUKyNApHUI (25,97%) PeA, eHTe3WUT BUAB/IEHO
24,67%, paktunit y 1,3% xBopux. HaltyacTiwe ypaxa-
JIUCA KONiHHI (38,96%), rominkosocTonHi (35,06%), npo-
MeHeBO-3an’ACTKOBI cyrnobu (25,97%), piawe NiKTboBi
(7,79%), nneuvosi (5,19%), Kynbwosi cyrnobu (5,19%)
[41-42]. Y piteir PeA, acouitoBaHuii 3 COVID-19, npo-
Tikae rocTpo, ane aobpe nigaaetbes AikysaHHO HIM33.
LiTv opyXyloTb 3a KOPOTKMWA 4Yac 6e3 Hacnigkis 3a
YMOBM, AKLLO Hemae 3B’A3Ky 3 MIS-C [49-51].

3a nitepatypHumm aaHmmu [1, 2, 15] KniHika PeA
MOXKe 3anexaTu Bif BiKy ANTUHU. Caig 3a3HAUMTHU, WO Y
AiTel AOWKINbHOrO BiKy YacTille po3BMBAETbCS MOHOAP-
TPUT, a B CEpeHili Ta CTapLiii BIKOBUX rpynax — oliroap-
TpuT [1, 2, 14, 15]. Y giteit gowkinbHOro BiKy nepesBakae
ypakeHHs TasocTerHoBux (41,7%) Ta KONiHHWX cyrnobis
(38,3%), To4i AK y cepeaHilt Ta CTapLUii BiKOBUX rpynax
HaMyvacTile yparxKatoTbCs KOiHHI cyrnobu. finwe B aiten
BiKOM CTapLLUOi BiKOBOI rpynu 3yCcTpivaBCcA apTpuT naeyo-
Boro cyrnoba (13%). Y 42% pjiteit AoWwKinbHOro BiKy 6yB
peunamsytounin nepebir PeA [1, 15].

MuTaHHA 3anexHocTi PeA Big cTaTi cynepevynnsuii.
[eAki aBTOpM BKasylOTb, WO CTaTb He Bigirpae poni y
po3BUTKY PeA [20, 23], 3a gaHWMM iHLWIMX aBTOPIB Yy Ai-
BYaTOK PeA 3ycTpivaeTtbea yacTiwe (61,9%) [14], ocobau-
BO Y WKOAAPOK [15], TaKOX € AaHi, Lo cepes XBOpUX ne-
peBaKaau XJI0NYMKM SOLWKINbHOIO BiKy [18].

TaKoX B NiTepaTypi € BKa3iBKM, WO KNiHIYHA KapTUHA
PeA He 3an1eXuTb Bif, €TIONOFYHUX YUHHMKIB [2].

DiarHoctuka [13, 16, 21, 26, 27]. 3araAbHOKAIHIYHI
OOCNiAXEeHHA MaloTb AOMOMiXKHe 3HayeHHA. B aHanisi
KPOBi MOXKe B6yT1 NOMipHUIA NenKoumTo3 Ta HelTpodi-
Nb03, NiABULLEHHA LWBWAKOCTI OCiOaHHA epuTpouMTiB
(LLOE), 3Ha4yHe NiABMLLEHHA MOKA3HMKIB 3yCTpiYaeTbCA
piaKo, TiNbKM Y NaLieHTIB 3 TAXKKUM nepebirom PeA. Ya-
CcTiWwe KNiHIYHMI aHani3 kposi 6e3 BigxmneHb Big HOpMK
[6].

laeHTUdIKaLiA  TpurepHux iHdeKUid npoBoauTb-
cA  pisHMMKM  MiKpobBionoriyHMMK,  iIMyHONOTIYHUMM
Ta MonekrynapHo-6ionorivHumm metogamu. CPB, PO,
AH® — HalWyvacTiwe HeraTMBHi. MOXHa BUABUTU BUCO-
Ki TUTpK AT Knacis IgA, IgM no 36yaHuUKiB apTpUTOreH-
HUX iHeKUin. Jna ceponoriyHoi AiarHOCTUKM IEPCUHIN,

Ca/IbMOHE/ Ta iHWMUX KNLWKOBUX IHPEKLIN AOUINbHUM €
[OCNiAXKeHHA TecTiB, 3aCHOBAHMX Ha remarntoTuHau,i,
nMmyHobepmeHTHOMy aHanisy (IPA). MikpobionoriyHi
OOCNIAXKEHHS BK/OYAtOTb BUABAEHHA 30yAHUKIB apTpu-
TOreHHUX iHOEeKLin 3i cKpibKiB ciM30BUX 0BONIOHOK, Y
Ma3sKax 3 ypeTpw Ta nixsu, 6akTepioNoriyHnn nocis Kany,
cevi. MpoBoaATb MiKpObioNOriYHi foCNiaKeHHA KPOBi Ta
CMHOBIaNbHOI pianHn [6, 13, 21, 27]. BUCOKOUYTANBUM
meTogom BuasneHHs Chlamydia trachomatis € MJ1P ceui,
AKka y 100 pasiB 6inbw YyTAnBa, Hix MJIP cMHoBianbHOI
PiAVHM, € NPOCTUM i HALINHUM METOAOM AiarHOCTUKM
PeA, suknukaHoro Chlamydia trachomatis [26]. Ane B
NONOBWUHI BUMAZAKIB He BAAETbCA NIATBEPANTU HAABHICTb
iHdeKLji, B T.4. Hi KNLWIKOBUX, Hi yporeHiTanbHUX 36yAHM-
KiB [9, 16, 36]. He 3aBxAM MOXK/IMBE BUAB/EHHA BipycCiB
3a gonomoroto MJIP abo BusiBneHHA cneundivyHmx AT [9,
16, 36]. HeobxigHo nam’aTatv, Wo Ao 36% xnamigin-
HUX Ta 26% KULIKOBUX 36YAHUKIB Mae 6€3CMMNTOMHMIA
nepebir, Wo ycknagHoe diarHoctuky. CeponorivyHe Tec-
TyBaHHA Ha Chlamydia trachomatis mae obmexkeHy LiH-
HiCTb Yepe3 nepexpecHy peakTuBHicTb Mix Chlamydia
trachomatis Ta Chlamydia pneumoniae, He3gaTHicTb
PO3pPIi3HATU MUHY/IE Ta CbOTOAEHHSA, 3HUXKEHHA i BigCyT-
HicTb AT 3a/1€XKHO BiZ TPUBANOCTI MepCUCTeHL;i 36yaHK-
Ka [16, 21].

Mpw nigo3pi Ha MCPeA cnig Bu3Haumtn TMTP AT OO
cTpenTokiHasu (ACK) abo ctpenTonisuny O (AC/1-0). Ane
HeraTMBHUI pe3ynbTaT TUTPIB AT He MOXKe BUKAOYUTH
MCPeA. Baxknusi 6aKnociB i3 HOCOMNOTKM Ha CTPENTOKOK,
OaHi aHamHe3a NPo HaABHICTb TOH3UAITY. TeCT Ha CTUMY-
NAuito Muraanukie (ix macax) npusBoaAnTb A0 36inbLeH-
HA CPB, KinbKocTi nelikouunTis, 36inblueHHA TemnepaTy-
pW Tina Ta 3arocTpeHHs apTpuTy NpoTtarom 24 rogut [6].

PekomeHAYeTbCA NpPOBEAEHHA MONEKYNAPHO-TeHe-
TUYHOTO JOCNIAXKEHHSA (0COBNMBO NPU PO3BUTKY CaKpOi-
neity) — BM3HayeHHs HLA-B27 [7, 8, 13, 21, 34].

IHCTpyMeHTanbHI pocnigKeHHa. PeHmeeHozpadis.
Ha nouaTtky PeA Ha peHTreHorpamax Bi3yani3yeTbcs
HecneumdiyHMn HAbPAK M'AKMX TKaHWH, Mpu nporpe-
CyBaHHi XBOpobKn — nepiocTUT, HE3HAYHa NepiocTasibHa
HepIBHICTb Yy AiNAHLI NPUKPINAeHHA 3B'A30K A0 KiCTOK,
moke 6yTu KicTonogibHa aedopmalia enidisis KicTok.
Y naujieHTiB NigNITKOBOrO BiKY MOX/MBa NosBa ocTeodi-
TiB Y MiCLLi NPUKPINAEHHA axinoBoro cyxoxunna [6, 21].
MpoTe, Hemae cneundiYHUX PEHTFEHONOTIYHUX 3MiH, AKi
6 ToYyHO i AocTOBipHO MiaTBEpPAMAN giarHo3s PeA [13].
MaeHimHo-pe3oHaHcHa momoepagpia (MPT) po3sonse
BUABUTU NepudepmnyHUiA CUHOBIT Ta eHTE3NT, 0cobanBO
[AiarHOCTMYHO BaXKMBi 3MiHM MPT KpukKoBO-K1yb6oBOro
Bigainy xpebta npu cakpoineiri [6, 21].

Ynempaseykosa OdiazHocmuka (Y3/]) € BUCOKOYYT-
JIMBUM METOAO0M Y AiarHOCTUL CUHOBITIB, WO 0c061MBO
BaXX/IMBO A/18 ANTAYOI peBMaToorii. BiacyTHiCTb npome-
HEBOro HaBaHTaXKeHHA, 6e3neka, BiACYTHICTb NPOTUMO-
Ka3aHb, BUCOKA iHGOPMATUBHICTb, MOM/MBICTb OLLIHUTH
CTaH KIiCTKOBWX, XPALLOBUX CTPYKTYP, M'AKUX TKAHWH,
3B’A30K, CYXOXWJb, M'A3iB, MOX/NBICTb BMKOPUCTOBY-
BaTu Y3/[, cyrnobiB ana KoHTpoato epeKTMBHOCTI Tepanii
— BCe ue pobutb Y3/, cyrnobis WMPOKO BUKOPUCTOBYBA-
HUM iHCTPYMEHTa/IbHUM METOAOM [iarHOCTUKM PeA y
aiten. Npun Y3/ cyrnobis npu PeA BU3HaYatoTbCA O3HAKM
3anaNbHOro BMMNOTY B CYrN060BiN NOPOXKHMHI. Mpn Tpu-
Basiomy nepebiry PeA BUABAAIOTb NOTOBLLEHHA CMHOBI-
aNbHOT 060/I0HKK Ta 3B"A30K, 3MiHW Cyr/I060BUX LLLINUH,
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HabpAKNiCTb HABKONOCYTN0HOBUX TKAHWH, O3HAKM CUHO-
BiTy [1, 6, 12, 21].
Kputepii aiarHoctuku. [Jo uboro yacy He po3pobe-
Hi 3aranbHONPUMNHATI AiarHOCTUYHI KpuTepii PeA, i Tomy
AiarHos PeA, 0cob61mBO y AiTeN, CTaBUTbCA KANiHIYHO, Ha
OCHOBI peTenbHOro 36MpaHHA aHamHesy Ta ¢i3nKanb-
Horo ornsay [13, 19, 20, 40]. Joci BUKOpUCTOBYOTb A1A
AiarHoCcTuKM PeA Kputepii AMepmnKaHCbKOi peBmaToso-
riyHoi acoujauii (ACR), bepniHcbKi KpuTepii (1999) [4,
10, 27, 45]. OcHOBHMMU KpuTepiamu PeA € HaABHICTb
aCMMETPUYHOro MOHO — abo oniroapTpuTa 3 NepeBax-
HUM YypaXKEHHAM CyrnobiB HUXKHIX KiHLiBOK, NonepeaHsa
iHbeKLUia B TepmiH Big, 3 AHIB A0 6 TUMKHIB 40O MOYaTKy
apTpuTy. JoaaTKoBMMM KpuTepiamu € aaHi nabopaTop-
HUX OOCNIAMKEHb, WO MiATBEPAXKYTb iHbeKLuito. Ane
CNif, 3a3Ha4YMTK, WO Ui KpuTepil po3pobieHi Ta opieH-
TOBaHi bifblle HAa JOPOCAUX NALEHTIB [5], @ TakoXK Ui
KpuTepii B OCHOBHOMY (OKYCYHOTbCA Ha eHTepanbHUX
abo ypetpanbHux iHdeKuiax [51]. AiarHocTuuHi Kputepii
PeA pns pitei He po3pobneHi [2]. Hemae *KoaHOro KoH-
KpeTHoro Tecty AN niaTBepasKeHHaA giarHosy PeA [20,
21, 23, 27]. o uboro Yacy OHOBJ/IEHb KpuTepiit PeA He
6yN0, TOMY OCHOBHOLO i Ay»Ke Ba*KNMBO Npobiemoto
PeA 3anuwaeTtbes npobnema BiACYTHOCTI AiarHOCTUYHUX
KpuTepiiB AK y gopocaux, Tak iy aiten [6, 13, 18, 37, 38].
OundepeHuianbHunii giarHos. Halibinbw BaxkKnmMsum
3aBOQHHAM AONA NiKapA € BUABNEHHA NonepefHboi iH-
deKuii Ha nigcTtasi peTenbHOro 36MpaHHA aHaMHesy,
OLLiHKa KNiHIYHOT KapTUHU, di3nKanbHe 0bCTeXKEHHA XBO-
pOro Ta BUKNOYEHHA AndepeHLLiaIbHUX 3aXBOPHOBAHb.
Mia mackoto PeA MOKyTb NMPOTIKATK iHLWI, BinblU TAMKKI
3aXBOPIOBAHHA, TaKi AK rocTpa peBMaTU4HA rapayka,
IOBEHINbHUIA igionaTUYHMA apTpuT, xBopoba bexTepe-
Ba, apTpWUT nNpu HecneundiyHOMYy BMPaA3KOBOMY KONITi,
xBopoba KpoHa, cuctemHi BackyniTh. Takox HeobxigHO
BUKAOUYUTU OBMIHHMIA apTpuT, apTponartii npu eHgo-
KPUHHMX 3aXBOPHOBAHHAX, NAaPaHEONIAaCTUYHUX MpoLe-
cax, TybepKynbosi, cuodinici, xeopobu MepTteca, xeopobu
Ocryga-LUnatrepa, BpoarkeHoMy aedekti meTaboniamy
CNONYYHOT TKAaHMHK Ta iHWI. Mpouec andepeHuianbHOT
LiarHOCTMKKM cyrnob0BOro CUHAPOMY Ay¥Ke CKAagHUM,
BMMarae Big, flikapa 3HaHb Ta yMiHb [6, 10, 22, 35, 52].
NikyBaHHA [21, 27, 37, 53-55]. HWHi HEMaE YiTKKX 3a-
ranbHOMPUUHATUX PEKOMEHAALIN LLOAO NiKyBaHHA PeA
Hi B gopocaux, Hi y giten [21, 27, 37]. Ona nikyBaHHA
PeA yacTilwe BMKOPUCTOBYIOTb MeAUKAMEHTO3HY Tepa-
nito, CNPAMOBAHY Ha NiKBigALilO MPUYMHHOIO YMHHMKA
— iHpeKUiMHOoro areHTa, ycyHeHHA 601b0BOI cMMNTOMA-
TUKM, BIHOBNEHHA PyXAMBOCTI cyrnoba. MeguKameH-
TO3HY Tepanito NpU3HayaloTb 3 ypaxyBaHHAM BiKy, Bia-
NoBIAHOrO TPUTrEepHOro areHTa, TAXKKOCTI Ta XapaKkTepy
nepebiry cyrnobosoro cuHapomy [4, 8, 10, 13].
Mepwot naHKow, HeobXigHMM KOMMOHEHTOM i-
KyBaHHA PeA € HIM33, aki AOCUTb WBWUAKO 3HMNKYIOTb
iHTEHCMBHICTb 3aMa/sbHOrO MpoLecy Ta 3MEHLIYTb
6onboBuit cuHgpom [9]. MpusHauatotb HM33 y aiteli B
MAKCUMabHIN A03i TPMBANICTIO HE MeHLWe 2-X TUMKHIB
[10, 13, 41, 53, 54], y popocaunx — go 2-3-x micauis [21,
27]. Tepania HM33 mae BiKoBi obmexKeHHA Yyepes pusnK
PO3BUTKY MOMKIMBUX NOBIYHNX peakuin. Tomy npenapa-
Tamu BMBOPY ANs AiTei Bikom A0 5 pokiB € napaueTa-
Mo/ Ta ibynpodeH. BukopuctoBytoTb Takox HIM33 y Bu-
rNAfi Masen, Kpemis, renis, WO A03BONAE 3HU3UTU L03Y
npenaparTis, WO NpUAMalOTbCcA nepopanbHo. MicueBo
NpU3Ha4yaloTb KOMMNpPecH 3 AMMEKCULAOM, AUMEKCUAOM

i HN33/rnokokopTtukoctepoigamu (MKC), doHodopes 3
ri4POKOPTU3OHOM.

JlokanbHa Tepanisa npu TAXXKUX popmax PeA Bkitovae
BHYTpilWHbocyrnobose BBeaeHHA TKC, AKki BMABNAIOTH
YiTKY NPOTM3ananbHy Ta aHaAreTUYHy Aito. AK npasuno,
[0CTaTHLO 1-2 BBeAEHb ANA YCYHEHHA CyrnoboBOro cuH-
apomy [9, 19, 21, 30, 41]. OgHak, BHYTpilWHbocyrnobose
BBeaeHHA MKC npu nikyBaHHi PeA y aitein BUKOpUCTOBY-
€TbCA BKPaW PifKo Yy 3B'A3KY 3 MOXK/IMBICTIO PO3BUTKY NO-
6iuHMX edeKTiB, TAaKOXK € iIHBAa3UBHMM METOAOM Tepanii,
LLLO BMMAra€e NPOHUKHEHHA BCEpPeaMHY YParKeHOro cyr-
noba [13]. AKwo HeobxiaHo, NKC BBOAATHCSA Nepopasib-
HO, asie NPOTArOM HaMKOPOTLLOrO Yacy, ONTUMAbHO Bif,
OEKiNbKOX AHIB 40 AEKiNIbKOX TUMKHIB abo micaus, 3HU-
KYHOUM 03y A0 HAaHWKYOIT 403U, KA MOoXKAuBa [21, 27].

Jo uboro yacy nNUTaHHA WOA0 ePEKTUBHOCTI aHTU-
6ioTukoTepanii (ABT) npu PeA 3anMWAETbCA BiAKPUTUM,
YiTKO foBeAeHuX AaHux edpekTnsHocCTi ABT Hemae [8, 12,
13, 21, 23]. OgHi aBTOpPM BKa3ytoTb, Wo ABT HeedeKTMB-
Ha i NnponoHytoTb BiA, Hel BiamosuTuca [13, 23, 45, 55],
iHWi nokasytoTb edpeKTnBHICTb ABT npu xnamigiv-iHay-
KoBaHoMy PeA [6, 8, 13, 27, 41], ocobamBo Hanbinbw
edeKTUBHMM BBAXKAETbCA BUMKOPUCTaHHA ABT Ha paH-
HbOMY eTani po3BUTKy PeA [4, 27]. Tak camo ofiHi aBTopu
He BUABAAIOTb BiAMIHHOCTEM NpW NPU3HAYeHHi MOHOTe-
panii abo kombiHoBaHoi ABT [10], iHWi NokasytoTb edek-
TMBHiCTb KombiHoBaHOI TpuBanoi ABT [8, 13, 23, 27].
MutaHHa edpekTuBHOCTI ABT, HaBiTb Npu xnamigin-iHay-
KoBaHOMYy PeA, 3anunwwaetbes Biakputum [21, 27].

Hacamnepepn, ABT npu3HavaeTbcA Npu BUABNEHHI
XNaMmifiHoi, MiKo — Ta yponaa3moBoi iHpeKLUii [6, 8,
10]. NpenapaTtamu BUBOPY Yy AiTel € Makponiam (asuTpo-
MILWH, KNAapUTPOMILMH, AXKO3aMIiLWH, POKCUTPOMILLLH,
CNUpamiUmH), SKi HAKONUUYYIOTbCA BHYTPILLIHBbOKAITUHHO
y 3ananeHux TKaHWHax. Chig 3as3HaumTi, Wo 3i 36i1b-
LUEeHHAM TPUBANOCTi ogHOro Kypcy ABT edeKTUBHICTb Ji-
KYBaHHA He nigsuLyeTtbea. Mpu cyrnobosBomy cCMHAPOMI,
Lo 36epiraeTbcA, MOXKANBE NPU3HAYEHHA APYrOro Kypcy
ABT, BUKOPUCTOBYOUYM aHTUOIOTUK iHWOT rpynu. Tpuea-
nictb Kypcy ABT ctaHoBuTb 1 micAup y aite Ta go 2-3
micAuis i binblue y gopocanx. barato aBTOpiB BBaXaloTb,
WO KOpOTKi 7-10-aeHHi Kypcu ABT He edeKTUBHI, oco-
6A1BO Npu xNamiginiHin iHdekuii [27]. Mpu xnamigiiHin
iHOeKLUiT y AopOoCAnX peKOMEHAYIOTb HE MOHOTepanito,
a KombiHoBaHy ABT (AoucuMuMKNiH+pUdamniLmH, asu-
TpomiumHom+pudamniymH) [6, 13, 23, 27]. Y popoc-
NNX NALEHTIB NPM3HAYAlOTb He TiNbKM MaKponign, ane
" ¢TopxiHoNoHM (odnoKcaumH, umnpodioKcauuH), 3
rpynu TeTPaLMKAIHIB — AOKCULMKAIH. PTOPXIHONOHM BU-
KOPWCTOBYIOTb, MepLU 3a BCe, AK Npenapati Bubopy npu
NOCTEHTEPOKONITUYHUX apTpuTax. [eaki aBTopu BBaXa-
I0Tb, WO nNpu3sHaveHHA ABT npu eHTeporeHHoMy PeA He-
OOUiNbHO [6, 27] TOMY, WO He BUABNEHO KOAHOTO 3B'A3-
KY MiXK NliKyBaHHAM aHTUBIOTMKaMKM Ta MOKPALLEHHAM
pe3ynbTatiB eHTeporeHHoro PeA [20]. Ane foKasaHo, Wwo
ABT edektnsHa npu MCPeA. MCPeA 4acTo NPUNUHAETLCA
npu npusHayeHHi HM33 Ta aHTMGiOTKKIB. AKLLO NOKpa-
WEeHHA HEMAE, CAif PO3MNAHYTU MOXKIUBICTb TOH3UNEK-
TOMIi, nicnA AKOi NPOTAroM 3 TUXKHIB HACTAE YCYHEHHSA
CMMMTOMIB apTpuTy [6].

Mpu TaxKnx dopmax PeA, BMCOKOI aKTUBHOCTI ap-
TPUTY, peunamsax i XxpoHiyHomy nepebiry xsopobu, npm
HeedeKkTuBHOCTI Tepanii HM33, ABT, mopocaMm nawi-
€HTam npusHavatoTb NKC (cumntom-moamodikytoua Te-
panis), umtoctatnkmn (LIC), reHHo-iHKeHepHi BionoriyHi
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npenapatn (FBM) (xBopoba-moandikyrodi aHTUpeBMa-
TWUYHI niku) [4, 9, 10, 41, 54]. BeaxatoTb, wo LIC cynb-
dacanasmH edeKTUBHUI MpPU rOCTPOMY Ta 3aTAKHOMY
nepebiry, npu peunansax xsopobu [6, 13, 23, 41], npu
XPOHiYHOMY nepebiry xBopobu, HENePeHOCUMOCTI Cy/b-
dacanasmHy abo siacyTHocTi Bignosigi Ha cynbdacana-
3MH, OOLINIbHO BUKOPUCTOBYBATU meToTpekcaT [12, 13,
23]. € paHi Npo edpeKkTMBHE BMKOPUCTAHHA asaTionpu-
HY, LiMKAOCMOpMHY A npu XpoHiyHOMy PeA y gopocamx
[27]. Y pnopocaux xBopux, pedpakTepHUX A0 3arasbHO-
npuitHATOI Tepanii, Ta BiAcyTHOCTI Bignosigi Ha 3-mi-
CAYHY Tepanito cysbdacanasmHom abo MeTOTpeKCcaToM,
BUKopwucToBytoTb [BIM (iHribiTtopy ®HMN-a — iHbAiKciMmab,
eTaHepLenT, aganimymab, iHribitop I/1-6 — Tounnisymao,
iHri6iTop 11-17 — cekykiHymab) [8, 10, 54, 56, 57]. Mpwn
LboMy cKacyBaHHs BN 6inblw paHHe Npu PeA, Ha Biami-
Hy Big PA Ta lOIA, yepes 3-6 micALiB nicna HacTaHHA pe-
micii [4, 23]. Y giTelt uj rpynu npenaparis, BPaxoByoUn
nobiunHi edpektn cuctemHmx N’KC ta LIC, a Tak camo TIBM,
ONA NikyBaHHA PeA nNpakTUYHO He BUKOPUCTOBYHOTb-
€A, NPO BMKOPWCTAHHA iX HEMAE KOAHWX NliTepaTypPHUX
OaHUX.

[Litam 3 PeA np13HayaoTb iMyHOMOZAYAIOOYI 3acobu,
AKi 6epyTb aKTUBHY y4yacTb Y GOpPMyBaHHI MexaHi3miB
NPOTUMIKPOBHOTO IMYHITETY.

MporHo3. ®PakTopamu HecnpuATINBOrO MNPOrHO3Y
PeA € HasBHicTb HLA-B27, xnamigiliHa iHdekujia, CnA
i XpOHiYHe 3ananeHHA KMLWEeYHWKA B CiMerMHOMY aHa-
MHe3i. Lli ¢akTopu cnpuaoTb HaMBINbLWIN TAXKKOCTI Ta
nporpecysaHHIo 3axBoptoBaHHAa [10, 13, 58]. Mpu ceoe-
YacHil giarHOCTMLi Ta CBOEYACHOMY NiKyBaHHi B BinbLUO-
cTi BMnaakis PeA npoxoautb 6escnigHo, BigbyBaeThbCA

CMOHTaHHEe YCYHeHHA cMmnTomiB PeA yepe3 6 TUXKHIB
y 50-80% pAiTel, NoBHA pemicia [OCATAETLCA NPOTATOM
6-12 micauis y 50% gopocnux, 6e3 6yab-sKUX HacniaKis
ONR 3[0POB’S Ta 3aKiHYYETbCA oAayKaHHAM [6, 13, 23,
36], Xo4a y KOXKHOro 3-ro XBOPOro MO/MBI peuuanem
3axBoploBaHHA abo nepexia PeA go iHwmnx CnA 3 XpoHi-
3aLieto npouecy, Wo notpebye NOCTiMHOro NiKyBaHHA [2,
6,13, 20, 21].

BucHoBKM.

TakKMM YMHOM, 3POCTaHHA 3aXBOPKOBAHOCTI Ha PeA,
MOM/INBICTb PO3BUTKY peLunamnBiB XBOpobM Ta XxpoHisau,i
npotiecy, BiACYTHICTb 3ara/ibHOMPUMAHATUX AiarHOCTUY-
HUX KpUTEpIiB Ta EAMHUX NiAXOAIB 40 NiKYBAaHHA BUMa-
ratoTb NOAa/bLLIOrO BUBYEHHA KNiHIYHMX 0cobimnBocCTeN
PeA, MOXNMBOCTEN BUKOPWUCTAHHA Cy4aCHUX NiKyBab-
HUX 3acobiB. TpyaHOW, AiarHOCTMKM PeA nos’A3aHi Ha-
camnepes 3 BiACYTHICTIO 3aranbHOMPUUHATUX AiarHOC-
TUYHUX KPUTEPIiB, @ TaKOX i3 MOLMPEHICTIO KAIHIYHO
cTepTux GopM 3axBOpoBaHHA. HeobxiaHi TakoK cyBopi
KpuTepii gna BignosigHMX YacoBUX iHTEPBaiB MiX 3a-
paXKeHHAM Ta nosasok cumntomie PeA. He meHLW akTy-
anbHoto € npobnema nikysaHHA PeA. HesBarkatouu Ha
[oBeneHnin 38’A30K PeA 3 iHOeKLielo, B NMUTAHHAX A0-
LiNbHOCTI | TAaKTUKKM NiKYBaHHA TaKUX XBOPWUX aHTMOaK-
TepiaZIbHUMK MpenapaTamm HEMAE EAMHOI TOYKN 30py.
Tomy BMBYEHHA AaHOI TEMU € 4OCUTb aKTya/lbHUM.

MepcnekTUBM NOAANbLUUX [OCNIAMKEHD.

Bpaxosytouu, Wwo PeA € AiarHOCTUYHO CKAaAHOM Na-
TONOTIED Yy AiTeN, NAAHYETbCA Nofasiblle NornmbneHe
BMBYEHHSA L€l npobnemun, onTumisaLis anroputmy Ai-
ArHOCTUKM, gidepeHuiaNbHOT AiarHOCTUKM Ta iHAMBIAY-
ANbHOrO Niaxo4y A0 NiKyBaHHA.
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CYYACHUMN PEAKTUBHWUI APTPUT Y AITEX. NOrNAAN HA NPOBNEMY
KoHloweBcbKa A. A., Baiizep H. B., KyseBaHoBa M. B., lfepacumeHko B. B., lepacumeHko K. O.
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Pestome. CTaTTA NpUCBAYEHA Cy4acCHOMY CTaHy NpobieMu peakTMBHOIO apTpuTy y Aitelt. MpeacTasaeHo nitepa-
TYPHWI OTNAL Cy4aCHOTO YABAEHHSA eTioNOTrii, NaToreHe3a 3axXxBOPHOBAHHA. B AaHWMI Yac BBAXKAETLCA, WO PEAKTUBHUM
aApTPUT NOB’A3aHNI 3 iHDEKLiElD, rTeHETUYHUM MapKepoM (HLA-B27) Ta imyHoNOrYHMMM NopyLeHHAMMK. Bee binblie
yBarv NPUAINAETbCA PO3YMIHHIO POAi IMYHHOI CUCTEMU NPU PEaKTUBHOMY apTPUTI. Y CTaTTi PO3MSAHYTO 0COB/IMBOCTI
nepebiry peakTMBHOrO apTpuTa y AiTei. BuasneHo TakKi eTionorivyHi GaKToOpK, AK KMLLKOBI, ypOreHiTaabHi Ta pecni-
paTopHi iHdeKuji. HaltuacTiwe y AiTelt B aHamHesi rocTpi pecnipaTopHi iHpeKL,ii, XpOoHiYHi BOrHMWa iHeKLii, TaKi
AK TOH3WAIT, aHriHa, Kapiec. HanvacTiwe peakTUBHWUIA apTPUT AiarHOCTYOTb Y AiTel AOWKIiNbHOMO BiKy. BinbLicTb
XBOPUX MatoTb rocTpy dopmy 3axBoptoBaHHA. Cepes, KNiHIYHUX NPOABIB YPaXKeHHA Ky/bLLOBOTO Ta KOJIIHHOTO CYI/10-
6iB HalyacTile MaloTb MOHOAPTUKYAAPHUIN TUN, ¥ BCIX NALEHTIB Ha MOYATKY 3aXBOPIOBAHHSA CYrN060BUIA CUHAPOM
XapaKTepPU3YETbCA NOMIPHMM HabpsaKom cyrnoba i BupaxeHUm 60/1b0BUM CUHAPOMOM. K/liHiYHa KapTUHA peakTus-
HOTrO apTpuTa y AiTel 3aNeXKUTb AK Bif 0c06aMBOCTEN iHDEKLLT, Lo CNPUYMHMAA 3aXBOPHOBAHHA, TaK i CTAHY MaKpo-
OpraHiamy, B AKOMY BUHUKJIO 3aXBOPOBAHHSA, Bif, BIKY AUTUHM, PiIBHA LLUTOKIHIB, HAABHOCTI No3uTneHocTi HLA-B27 Ta
IHLIMX YMHHWKIB. APTPUTU Y ANTAYOMY BiLli PO3BMBAIOTLCA HE NMLLIE NPU PEBMATUYHMX 3aXBOPtOBaHHAX. barato co-
MaTUYHWX XBOPODO MOXKYTb AEBOIOTYBATU NOABOK apTPUTY UM apTParii AK HecneundiyHoro NposBy 3axXxBOPHOBAHHA. B
LbOMY NOAAraE CKAaAHICTb Y AidepeHujianbHiin giarHoctTuli cyrnoboBoro cMHApoma. BuacHuit AjiarHo3 3axBoptoBaH-
HA, WO CMPUYNHAE apPTPUT, 4AE MOMKIUBICTb NPU3HAYMUTHM NPaBUIbHE NiKYBAaHHA Ta NONepeanTn PO3BUTOK HaCNiaKiB
XBOpo6U. [loOKNaZHO BMCBITNIEHO OCTaHHI AaHi LLOAO MOXKANBOCTI NiKyBaHHA 3aXBOPHOBAHHA: NPOTM3anasbHi Nikuy,
aHTMbaKTepianbHa Tepania, IOKaNbHa Tepania, B TAXKUX BUNAAKaX — rOPMOHa/IbHa i LUTOCTaTMYHA Tepanisa, BUKO-
PUCTaHHSA reHHO-iH}XeHepHUX bionoriyHMxX Npenaparis.

Kno4oBi cnioBa: peakTUBHUIM apTPUT, A4iTH, KNiHIYHA KapTUHA, AiarHOCTUKA, NiKyBaHHS.

MODERN REACTIVE ARTHRITIS IN CHILDREN. VIEWS ON THE PROBLEM

Koniushevska A. A., Vaizer N. V., Kuzevanova M. V., Gerasymenko V. V., Gerasymenko K. O.

Abstract. The article is devoted to the current state of the problem of reactive arthritis in children. A literature
review of the modern concept of etiology, pathogenesis of the disease is presented. Reactive arthritis is currently
believed to be associated with infection, a genetic marker (HLA-B27), and immunological abnormalities. Increasing
attention is being paid to understanding the role of the immune system in reactive arthritis. The article discusses the
features of the course of reactive arthritis in children. Such etiological factors as intestinal, urogenital and respiratory
infections have been identified. Most often, children have a history of acute respiratory infections, chronic foci of in-
fection, such as tonsillitis, sore throat, caries. Most often, reactive arthritis is diagnosed in children of preschool age.
Most patients have an acute form of the disease. Among the clinical manifestations of damage to the hip and knee
joints, they most often have a monoarticular type, in all patients, at the beginning of the disease, the joint syndrome
is characterized by moderate swelling of the joint and severe pain syndrome. The clinical picture of ReA in children
depends both on the characteristics of the infection that caused the disease, and on the state of the macroorganism
in which the disease occurred, on the age of the child, the level of cytokines, the presence of HLA-B27 positivity and
other factors. Arthritis in children develops not only in patients with rheumatic diseases. Many somatic disorders
make their debut with arthritis or arthralgia as a nonspecific manifestation of the disease. This is the difficulty of
differential diagnosis of joint syndrome. Timely diagnosis of disease caused by arthritis, makes it possible to assign
the correct treatment. The latest data on the possibility of treating the disease are highlighted in detail: anti-inflam-
matory drugs, antibacterial therapy, local therapy, in severe cases — hormonal and cytostatic therapy, the use of
genetically engineered biological drugs.

Key words: reactive arthritis, children, clinical picture, diagnosis, treatment.
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