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avtorTa sayuradRebod!

redaqciaSi statiis warmodgenisas saWiroa davicvaT Semdegi wesebi:

	 1. statia unda warmoadginoT 2 calad,  rusul an inglisur enebze, dabeWdili 
standartuli furclis 1 gverdze,  3 sm siganis marcxena velisa da striqonebs 
Soris 1,5 intervalis dacviT. gamoyenebuli kompiuteruli Srifti rusul da ing-
lisurenovan teqstebSi - Times New Roman (Кириллица), xolo qarTulenovan teqstSi 
saWiroa gamoviyenoT AcadNusx. Sriftis zoma – 12. statias Tan unda axldes CD 
statiiT. 
	 2. statiis moculoba ar unda Seadgendes 10 gverdze naklebs da 20 gverdze mets 
literaturis siis da reziumeebis (inglisur, rusul da qarTul enebze) CaTvliT.
	 3. statiaSi saWiroa gaSuqdes: sakiTxis aqtualoba; kvlevis mizani; sakvlevi 
masala da gamoyenebuli meTodebi; miRebuli Sedegebi da maTi gansja. eqsperimen-
tuli xasiaTis statiebis warmodgenisas avtorebma unda miuTiTon saeqsperimento 
cxovelebis saxeoba da raodenoba; gautkivarebisa da daZinebis meTodebi (mwvave 
cdebis pirobebSi).
	 4. statias Tan unda axldes reziume inglisur, rusul da qarTul enebze 
aranakleb naxevari gverdis moculobisa (saTauris, avtorebis, dawesebulebis 
miTiTebiT da unda Seicavdes Semdeg ganyofilebebs: mizani, masala da meTodebi, 
Sedegebi da daskvnebi; teqstualuri nawili ar unda iyos 15 striqonze naklebi) 
da sakvanZo sityvebis CamonaTvali (key words).
	 5. cxrilebi saWiroa warmoadginoT nabeWdi saxiT. yvela cifruli, Sema-
jamebeli da procentuli monacemebi unda Seesabamebodes teqstSi moyvanils. 
	 6. fotosuraTebi unda iyos kontrastuli; suraTebi, naxazebi, diagramebi 
- dasaTaurebuli, danomrili da saTanado adgilas Casmuli. rentgenogramebis 
fotoaslebi warmoadgineT pozitiuri gamosaxulebiT tiff formatSi. mikrofoto-
suraTebis warwerebSi saWiroa miuTiToT okularis an obieqtivis saSualebiT 
gadidebis xarisxi, anaTalebis SeRebvis an impregnaciis meTodi da aRniSnoT su-
raTis zeda da qveda nawilebi.
	 7. samamulo avtorebis gvarebi statiaSi aRiniSneba inicialebis TandarTviT, 
ucxourisa – ucxouri transkripciiT.
	 8. statias Tan unda axldes avtoris mier gamoyenebuli samamulo da ucxo-
uri Sromebis bibliografiuli sia (bolo 5-8 wlis siRrmiT). anbanuri wyobiT 
warmodgenil bibliografiul siaSi miuTiTeT jer samamulo, Semdeg ucxoeli 
avtorebi (gvari, inicialebi, statiis saTauri, Jurnalis dasaxeleba, gamocemis 
adgili, weli, Jurnalis #, pirveli da bolo gverdebi). monografiis SemTxvevaSi 
miuTiTeT gamocemis weli, adgili da gverdebis saerTo raodenoba. teqstSi 
kvadratul fCxilebSi unda miuTiToT avtoris Sesabamisi N literaturis siis 
mixedviT. mizanSewonilia, rom citirebuli wyaroebis umetesi nawili iyos 5-6 
wlis siRrmis.
	 9. statias Tan unda axldes: a) dawesebulebis an samecniero xelmZRvane-
lis wardgineba, damowmebuli xelmoweriTa da beWdiT; b) dargis specialistis 
damowmebuli recenzia, romelSic miTiTebuli iqneba sakiTxis aqtualoba, masalis 
sakmaoba, meTodis sandooba, Sedegebis samecniero-praqtikuli mniSvneloba.
	 10. statiis bolos saWiroa yvela avtoris xelmowera, romelTa raodenoba 
ar unda aRematebodes 5-s.
	 11. redaqcia itovebs uflebas Seasworos statia. teqstze muSaoba da Se-
jereba xdeba saavtoro originalis mixedviT.
	 12. dauSvebelia redaqciaSi iseTi statiis wardgena, romelic dasabeWdad 
wardgenili iyo sxva redaqciaSi an gamoqveynebuli iyo sxva gamocemebSi.

aRniSnuli wesebis darRvevis SemTxvevaSi statiebi ar ganixileba.
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Reactive arthritis (ReA) is an inflammatory arthritis related to 
the subset of seronegative spondyloarthropathies which mani-
fests 1 to 4 weeks after an intestinal, urogenital, or nasopharyn-
geal infections. The absence of pathogenic microorganisms in 
the joint fluid or in the synovial membrane distinguishes it from 
infectious arthritis, also called septic arthritis. ReA is the most 
common among rheumatic diseases in children and adolescents 
and represents a systemic clinical manifestation of the above 
mentioned infections [18].

Additionally, ReA is included into the subset of juvenile spon-
dyloarthropathies (JSpA) that refers to a group of related rheu-
matic diseases characterized by involvement of peripheral large 
joints, axial joints, and enthesitis that begin in the early years of 
life (before reaching the age of 16). The nomenclature and con-
cept of spondyloarthropathies has changed over the past few de-
cades. Though there is no any specific classification of juvenile 
spondyloarthropathies, diseases related to the nomenclature of 
spondyloarthropathies in young patients involve: the seronega-
tive enthesitis and arthropathy, juvenile ankylosing spondylitis, 
reactive arthritis and inflammatory bowel disease-associated ar-
thritis [47].

Depending on the entrance gate, ReA infections are classi-
fied into the following three groups: 1) postenterocolitic (entero-
genic/intestinal); 2) urogenital (urogenic); 3) arthritis with naso-
pharyngeal infection that is preceded by the acute infections of 
the upper respiratory tract such as an acute respiratory disease, 
angina, pharyngitis, or bronchitis. Some authors refer to the lat-
ter as “post-respiratory ReA (priReA)” [2-4,18].

Furthermore, it should be noted that joint disorders are less 
common among children compared to adults. But, the course of 
the disease is different and more complicated in children. Re-
cently, there is an increase in the number of preschool children 
suffering from reactive arthritis [12].

Joint lesions with clinically similar manifestations in cer-
tain cases can be the sign of other more serious, often systemic 
rheumatic diseases [15]. The appropriate treatment  does not 
necessarily bring about a cure of the arthritis. On many occa-
sions it can progress to a chronic condition, thereby increasing 
the likelihood of juvenile idiopathic arthritis, osteoarthritis, and 
other severe immunoagressive diseases [12,48,60]. According to 
some authors, chronic and recurring arthritis or spondylitis oc-
curs in almost 15-30% of patients [42].

Despite the fact that the interest towards ReA has been lost 
over the past 10 years, this disease still remains a serious issue 
in rheumatology and requires an early and individual treatment 
[24].

In this regard, patients who are diagnosed with reactive arthri-
tis should continue to be monitored regularly by a rheumatolo-
gist to maintain control and prevent long-term complications.

Epidemiology. The epidemiological data for ReA varies 
across the world. The factors behind this diversity involve dif-
ferent approaches to performing the diagnostic process and a 
variety of clinical presentations, the lack of specific laboratory 
biomarkers, different geographical locations that predispose to 
multiple pathogens, different genetic backgrounds, different 
grades of infection, and recently identified changes in the intes-
tinal microbiome [31,34,46].

The scarcity of epidemiological data and prevalence studies is 
due to the heterogeneity of the disease manifestations and lack 
of definitive diagnostic criteria, respectively [59]. In Scandina-
via, where most studies were conducted, the incidence is around 
0.6 to 27 per 100,000 inhabitants [36].

ReA typically affects young adults of working age. Though 
children also suffer from ReA, its prevalence among children 
is lower [38,49,63]. The incidence of ReA varies considerably 
in Europe. It ranges from 0.9 to 9.3 per 100,000 inhabitants de-
pending on the study [36,37,58]. The recent study shows an in-
crease in annual incidence of ReA following intestinal infection 
[63]; however, the incidence rates range from 1% to 15% across 
studies due to different research designs [51]. Since intestinal 
infections are common in developing countries, the incidence 
of ReA in such countries is higher in comparison to developed 
countries [35].

In a research conducted by Brinster et al., the clinical presen-
tation and microbiological context of ReA in Canada appears 
without considerable difference over the period of 30 years [24]. 
According to the systematic review by Horton et al. in which au-
thors analyze the ReA following intestinal infections, arthritis is 
recorded in 9 cases out of 1000 for Campylobacter and 12 out of 
1000 for Salmonella and Shigella [39]. The incidence of reactive 
arthritis after Clostridia infection among children constitutes 
1.4%, while its incidence following Chlamydia infection varies 
from 4% to 8%. The relative risk of ReA in women is 1.5 times 
higher than in men. Besides, the frequency of ReA in adults is 
2.5 times higher compared to children [19]. According to certain 
data, the frequency of ReA with urogenital etiology constitutes 
2: 1 in favour of males, with nasopharyngeal etiology is 3:1 in 
favour of males, whereas in arthritis with enteral etiology it is 
the same among both sexes [45]. A recent systematic review by 
Ajene et al. demonstrates that the incidence of Campylobacter-
associated arthritis ranges from 8% to 16% with a median of 
8% among adults compared to 0% to 6% with a median of 3% 
among children. Salmonella-associated arthritis ranges from 1% 
to 24% with a median of 11% among adults compared to 0% to 
12% with a median of 5% among children. Shigella-associated 
ReA ranges from 7% to 12% among adults and from 0% to 7% 
with a median of 3.5% among children [19].

If we observe the season of onset for causative bacterial agents, 
we notice that: reactive arthritis caused by bacteria from urinary 
tract is present throughout the year. Reactive arthritis caused by 
bacterial agents from enteral tract is more frequent during the sum-
mer season, whereas reactive arthritis caused by nasopharyngeal 
agents is more present during the winter season [45].

The results of a bicentre retrospective analysis of features and 
outcomes of ReA show that the incidence of ReA in two cohorts 
of patients diagnosed between 1986 and 1996 as well as between 
2002 and 2012 was similar. But, currently ReA more frequently 
leads to spondyloarthritis [29]. Other authors came to the similar 
conclusion that ReA tends to progress into the chronic disorders 
and definitely requires closer attention [24].

Pathophysiology. ReA is a very complex pathological pro-
cess that reflects the dynamic interface between the triggers of 
the disease and genetic predisposition. In fact, the development 
of ReA depends on four main factors – the etiological agents that 
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caused it, cytokines, the participation of a genetic factor (HLA-
B27) and the gut microbiota [63].

Etiological factor. Some bacteria are known to trigger the re-
active arthritis. They can enter the joints through the intestine or 
by urogenital route [31,55]. Moreover, it has been proven that 
the synovial fluid may contain bacterial antigens, and the per-
sistence of these elements can cause the progress of acute ReA 
to chronic arthritis [63]. Recent studies show that the synovial 
fluid of patients with ReA contains immunogenic products such 
as bacterial DNA, antigenic proteins, lipopolymers, and saccha-
rides [46].

In case of ReA being transmitted by urogenital route, Chla-
mydia trachomatis is the most common cause, followed by 
Ureaplasma urealyticum and other less common microbes [31]. 
The constant persistence of bacterial components of Chlamydia 
trachomatis induces a chronic inflammatory state [33]. This fact 
also explains the ability of Chlamydia to inhibit the formation of 
phagosomes and lysosomes which allows Chlamydia to persist 
in cells [26,63].

The bacterial antigens are transferred from the primary centre 
to the synovial membrane, which causes the activation of T-lym-
phocytes and, as a result, leads to the rapid release of inflamma-
tory cytokines, resulting in synovial inflammation [46,63].

Factor of cytokines. Previous studies have demonstrated that 
levels of inflammatory cytokines such as tumor necrosis factor 
alpha (TNF-α) and interferon gamma (IFN-γ) were reduced in 
acute ReA [22,62]. In contrast, the level of TNF-α increases in 
chronic ReA which allows assuming that this cytokine plays a 
dual role at various stages of the pathogenesis of this disease 
[64]. Researchers have found that the imbalance of cytokines 
and their concentrations depends on the duration of ReA [10].

The comparison of cytokine level in coprofiltrates and serum 
showed that the acute ReA is associated with a high level of 
TNF-α in coprofiltrates, and the chronic ReA is correlated with 
increasing values of interleukin-6 (IL-6) and interleukin–10 (IL-
10) [17]. Probably, the determination of serum interleukin-10 
(IL-10) concentration is useful for assessing and monitoring the 
activity of the inflammatory process in ReA [13]. Katsikas et al. 
provide data on the pathogenetic role of pro-inflammatory cyto-
kines, especially TNF-α, in the pathogenesis of juvenile spon-
dyloarthropathies. Besides, authors suggest that interleukin-1 
(IL-1), interleukin-6 (IL-6) and interleukin-17 (IL-17) also play 
a significant pathogenetic role in these diseases [47].

A few studies aimed at determining the connections between 
the cytokine gene polymorphisms and the development of ReA 
(as the one conducted in Mexico to analyze the links with TNF-α 
polymorphisms) showed that TNF-α polymorphism (-308) is as-
sociated with a predisposition to undifferentiated spondyloar-
thritis, but at the same time, the association of ReA with TNF-α 
gene polymorphisms was not found since the sample size did not 
allow to assess the association [61].

One of the first studies revealed that the IL-10 gene promoter 
is associated with the development of ReA, i.e. high IL-10 pro-
duction in the joints of patients may be genetically determined. 
This hypothesis requires further verification [41]. The results of 
studies among siblings and twins point out that the proportion 
of susceptibility to spondyloarthritis (SpA) is not determined by 
HLA genes, but rather by the level of secretion of TNF-α and 
IL-10 cytokines which affect their production and the course of 
SpA. The balance is regulated at the genetic level and depends 
on genetic polymorphisms of interleukin genes [54]. There are 
studies in which IL-17 levels were elevated in synovial fluid in 
patients with Chlamydia-induced ReA [64].

Several research focused on the study of patients with ReA 
following typhoid fever have shown that Salmonella adventitia 
proteins can stimulate the synovial immune cells to produce IL-
17 or IL-23 [27]. Various cytokine genes polymorphisms have 
been described including polymorphisms in monocytes, TNF-α 
(-238), and TNFR polymorphisms. The exact pathogenesis of 
the Th1/Th2 imbalance has not been clarified. However, it is 
likely that genetic factors are involved [58].

Cytokine imbalance in ReA has been the subject of numerous 
scientific studies for many years; however, the results are quite 
contradictory. Therefore, the analysis of the correlation between 
the cytokine gene polymorphisms and their level of production 
in patients with ReA can be recommended for further molecular 
genetic studies which are one of the priority areas in rheumatol-
ogy currently.

Genetic factor. The association of HLA-B27 with ReA is well 
known, but its involvement in the pathogenesis is still not fully 
investigated. The studies have shown that HLA-B27 is present 
in 50-80% of patients with ReA and 90% of patients with anky-
losing spondylitis (AS) [21,46,49,52,63]. For example, it is as-
sumed that HLA-B*2703 increases the risk of a typical clinical 
triad of ReA [30]. Besides, it is known that the persistence of 
pathogens in organism, especially Chlamydia and Salmonella, 
can be caused by HLA-B27 [32,43]. HLA-B27 expression en-
hances bacterial replication and thereby reduces the threshold of 
endoplasmic reticulum (ER) induction, so that Salmonella can 
induce an unfolded protein response. According to numerous 
studies, HLA-B27 is laid down more slowly than other types 
of HLA when ER is assembled, which leads to the accumula-
tion of a homologous HLA-B27 dimer and b2-microglobulin in 
the synovial membrane, finally resulting in the activation of the 
inflammatory process [20,28].

Current research suggests a number of theories, including the 
theory of molecular mimicry between a gene and a pathogen. 
It has been proven that there is a similarity between the amino 
acid sequences in HLA-B27 and Yersinia or Shigella proteins, 
which leads to cross-reactivity, tolerance, and hence triggers an 
immuno-inflammatory response [28,57,64].

Gut microbiota. The intestinal microbiome and its role in 
the pathogenesis of arthritis has been gaining attention in recent 
years [64]. In fact, new research is focused on identifying the 
associations between the microbiome and spondyloarthritis, as 
well as other inflammatory arthritis [31].

The important information obtained claims that changes in 
microbiota can lead to aberrant immune responses of the intes-
tinal flora, intestinal dysbiosis, inflammation, and, therefore, to 
spondyloarthritis [55]. Inflammatory bowel disease, psoriasis, 
and SpA are all characterized by intestinal dysbiosis. Though 
all diseases display a decrease in bacterial diversity in intestinal 
microbiota, this does not happen in ReA [46,64].

A similar conclusion has been drawn by researchers who 
compared two groups - patients with ReA and patients after an 
intestinal infection which did not develop into arthritis; that is, 
significant differences in the diversity of intestinal microbiota 
were not found [46]. It is stated that the prevalence of entero-
pathogens is high in patients with ReA and post-infectious 
peripheral spondyloarthritis. In addition, those patients have a 
reduced concentration of gut commensals [31,46]. Severe vio-
lations of intestinal microbiocenosis are observed in patients 
with acute and recurrent course, while the degree of dysbiosis is 
mainly moderate in patients with a prolonged course [12].

It is important to note that all children (100%) with acute ReA 
have violations of the intestinal microbiocenosis, though there 
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are considerable differences among children. 62.5% had II de-
gree, and 37.5% had I degree of dysbiosis [16]. Clinical and 
microbiological studies in children with reactive and infectious 
arthritis have shown that dysbiotic disorders of the intestinal mi-
crobiota along with previously known factors are an important 
risk factor for the development of arthritis. Connective tissue 
dysplasia can serve as a factor for the development of reactive 
arthritis [8].

Thus, further in-depth study of pathogenetic factors, such 
as the level of certain cytokines and genetic polymorphisms in 
ReA, and the role of dysplasia in the development of ReA is 
very promising.

Clinical manifestations of ReA. It is well known that ReA 
and SpA belong to the same group of spondyloarthropathies 
[64]. In fact, Kaarela et al. showed that chronic ReA and AS 
have common clinical manifestations, such as sacroiliitis, pe-
ripheral arthritis and iritis [40,52].

The most common clinical presentation of ReA is its acute 
form. In some patients the disease resolves spontaneously within 
the first six months, while in others (10 to 30%) it tends to prog-
ress into the chronic ReA [25].

Oligoarthritis is the most frequent manifestation of ReA. 
Oligoarticular type is the most common in 70% of women and 
73% of men. Monoarticular is characteristic to 13% of female 
patients and 14% of male patients, and polyarticular type is de-
tected in 14% females and 10% males among adults [44].

The presence of asymmetric mono or oligoarthritis of the 
lower extremities is a typical manifestation of joint syndrome 
in children. In certain cases, the disease can also manifest as 
an arthritis in small joints [3,12,36]. Approximately 4% of chil-
dren have polyarticular joint syndrome which is accompanied 
by limited functioning of joints and impaired self-care due to 
severe pain syndrome [7]. The analysis of the number of affected 
joints depending on the age group illustrates the predominance 
of monoarticular type of joint damage in preschool children, 
while oligoarthritis is more common in the middle and older age 
groups. Regardless of age and gender, the joints of the lower 
extremities are more often affected [6,11]. The joint syndrome 
is characterized by arthralgias without obvious inflammatory 
changes in the joint area and impaired functioning as well as by 
morning stiffness of short duration in majority of children [5,7]. 
It is also characterized by an asymmetric lesion of the interpha-
langeal and metatarsophalangeal joints and periarticular tissues 
of the hands and feet with expressed swelling of the fingers, 
soreness, hyperemia of the skin and the formation of the so-
called “sausage-shaped deformity” which is observed in 5-10% 
of children [7,11]. Enthesitis is an inflammation of the enthesis. 
It represents the site of attachment of a tendon, ligament, fascia 
or capsule to the bone. The lesion seen in the lower extremities 
such as Achilles tendinitis or plantar fasciitis is a common con-
dition in enthesitis [55]. Frequent heel pain, stiffness, reduced 
mobility in the cervical and lumbar spine, as well as in the ileo-
sacral joints are noted in boys over the age of 6 who are carriers 
of HLA-B27 [1]. Such patients are at risk of developing juvenile 
spondyloarthritis [9].

Typically, skin lesions occur in a prolonged course. These 
symptoms include skin lesions in the form of keratoderma of the 
palms and soles, plaque psoriasis of the skin on face, torso and 
limbs. Onychodystrophy (nail dyschromia, brittleness, rough-
ness, tuberosity) develops as a result of prolonged arthritis, 
which is often interpreted as a mycotic lesion [58].

Along with the joint syndrome, the symptoms of the gastro-
intestinal tract, urinary tract and visual organs disorders in the 

form of dyspepsia, bowel problems, dysuric phenomena and 
conjunctivitis are described in children with ReA [12]. The 
manifestations of the gastrointestinal infection caused by Sal-
monella enteritidis or Salmonella typhimurium are diarrhea 
and fever. The symptoms may be relatively mild. Salmonella 
can affect bones and joints, so it is important to exclude sep-
tic arthritis or osteomyelitis caused by these microorganisms. 
Leukopenia may be present in the early period of infection. 
In case of reactive arthritis, the joint syndrome develops at 
1-3 weeks after an acute intestinal infection [55]. Intestinal 
infection caused by Campilobacter jejuni is accompanied 
by febrile body temperature, abdominal pain, vomiting, and 
moderate diarrhea. Clinical manifestations of the intestinal 
infection caused by Yersinia enterocolitica vary depending 
on the age of the child. Diarrhea often prevails in children 
under the age of 5. Tension and pain in the lower right quad-
rant of the abdomen are dominant in children aged 5 to 14 
[53]. Acute gastroenteritis is followed by arthritis within 1 
to 2 weeks. In children at an older age, the clinical presenta-
tion may resemble the manifestations of terminal ileitis or 
mesenteric lymphadenitis which are similar to the signs of 
appendicitis [50,53]. Intestinal infections caused by Shigella 
usually occur in a more acute form characterised by the pres-
ence of blood in the stool and high fever [55].

Thus, regardless of the etiological agent, the clinical presenta-
tion of arthritis proceeds in the same way. For instance, lesions 
of the joints of the lower extremities prevail in all age groups 
among adult patients [44].

Burdened premorbid background were the majority of chil-
dren with ReA: 85% had frequent respiratory diseases, 64% 
had chronic focus of infection (adenoids, tonsillar hyperplasia, 
chronic tonsillitis, dental caries), 20% had exudative diathesis in 
a medical history, 25% had residual rickets features, and 6% of 
patients had a trauma preceding ReA [5,14].

Diagnostic criteria. There is no consensus on the validated 
diagnostic criteria for ReA to date. Mainly, it is a clinical di-
agnosis based on a thorough analysis of a medical history, 
physical examination, and a combination of microbiological 
criteria [29,55]. The microbiological profile of potential triggers 
depends on the detection method. Direct evidence of infection 
is hard to obtain, since the microorganism is not present in the 
focus of infection when arthritis occurs. As for indirect assess-
ments, mainly serological tests, they have limitations [24].

Currently, the diagnostic criteria combining the recommen-
dations of the American College of Rheumatology (ACR) and 
the Berlin Criteria (1999) which were adopted during the fourth 
international seminar on ReA are used.

The criteria are divided into main and additional ones. The 
main criteria include: 1. the presence of arthritis, asymmetric, 
mono or oligoarthritis, lesion of the joints of the lower extremi-
ties; 2. preceding infection accompanied by enteritis (manifest-
ed with diarrhea lasting at least 1 day which occurs within 3 
days to 6 weeks after getting arthritis) or by urethritis (mani-
fested with dysuria or urethral or vaginal discharge lasting at 
least 1 day which occurs within 3 days to 6 weeks before get-
ting arthritis). Additional criteria include at least one of the fol-
lowing signs: 1. the presence of an initiating infection which is 
indicated by a positive urine culture, a smear from the cervix/
urethra, a positive bacteriological stool examination for arthritic 
intestinal infections; 2. the presence of persistent synovial infec-
tion confirmed using immunohistology or PCR for Chlamydia. 
A reliable diagnosis of ReA is made if the patient meets both 
main criteria and one additional. A probable diagnosis of ReA 
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is made if the patient satisfies both main criteria or if s/he fulfils 
one main and one or more additional criteria [23,56].

Conclusion. Despite the progress being achieved towards 
understanding ReA, there are still many controversial issues in 
pediatrics in various directions. A comprehensive analysis of the 
literature from the past ten years have shown that insufficient 
attention was paid to this topic in pediatrics. To date, the studies 
of ReA among children in foreign sources are significantly less 
compared to the number of similar studies among adults.

Unfortunately, the available research on prognostic factors 
as well as analysis of the disease outcomes was focused only 
on adults, though everything that happens in adults is often laid 
down in childhood. Therefore, it is crucial to prevent the devel-
opment of serious rheumatic diseases in childhood, especially in 
the presence of certain genetic predispositions and risk factors.

The study of ReA in children with a detailed analysis of clini-
cal manifestations and constitutional symptoms can help not 
only in the diagnosis of a specific case, but also in the justifi-
cation of complex adequate treatment of such patients, thereby 
reducing the frequency of adverse outcomes.

It is also important to develop an algorithm of subsequent per-
sonalized pediatric observation of children who suffered from 
ReA because the progress of ReA to chronic disease or other 
forms of spondyloarthritis requires rheumatological treatment, 
and in some cases can lead to disability in working age.

This information requires further fundamental research and 
verification of assumptions.
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SUMMARY

REACTIVE ARTHRITIS IN CHILDREN (REVIEW)

Tugelbayeva А., Ivanova R., Goremykina М., Rymbayeva Т., 
Toktabayeva B.

NCJSC «Semey Medical University», Kazakhstan

Reactive arthritis is an aseptic inflammatory arthritis that is 
associated with intestinal, urogenital, and nasopharyngeal infec-
tions, and represents a systemic clinical presentation of these 
infections. Reactive arthritis among children still remains an 
issue in pediatric rheumatology. The variety of the clinical 
manifestations makes it difficult to diagnose and detect reactive 

arthritis. Moreover, there is a risk that reactive arthritis without a 
proper treatment can lead to chronic destructive joint diseases. As 
the articles’ analysis has shown, this topic in pediatrics has been ne-
glected over the past 10 years. Thus, the paper presents data on the 
epidemiology, pathophysiology, clinical presentation and diagnosis 
of this disease, as well as recommendations for further studies.

Keywords: reactive arthritis, children, epidemiology, patho-
physiology, clinical presentation.

РЕЗЮМЕ

РЕАКТИВНЫЕ АРТРИТЫ У ДЕТЕЙ (ОБЗОР)

Тугелбаева А.М., Иванова Р.Л., Горемыкина М.В., 
Рымбаева Т.Х., Токтабаева Б.Ж.

НАО «Медицинский университет Семей», Казахстан

Реактивный артрит – асептическое воспалительное за-
болевание суставов, ассоциируется с кишечной, уроген-
ной, носоглоточной инфекцией и является ее системным 
клиническим проявлением. Реактивный артрит у детей по 
сей день является актуальной проблемой детской ревмато-
логии, так как из-за разнообразия клинических проявлений 
установить диагноз весьма сложно. На основании анализа 
ретроспективной и текущей научной литературы по указан-
ному вопросу за последние 10 лет представлены сведения 
об эпидемиологии, патофизиологии, клинической картине и 
диагностике заболевания и возможные перспективы в лече-
нии данной патологии у детей. Авторы статьи рекомендуют 
разработать алгоритм последующего персонализированно-
го педиатрического наблюдения за детьми, страдающими 
реактивным артритом. 

reziume 

reaqtiuli arTritebi bavSvebSi (mimoxilva)

a.tugelbaeva, r.ivanova, m.goremikina, T.rimbaeva, 
b.toktabeva 

arakomerciuli saaqcio sazogadoeba “semeis sa-
medicino universiteti”, yazaxeTi

reaqtiuli arTriti warmoadgens saxsrebis 
aseptikuri anTebiT daavadebas, romelic aso-
cirdeba nawlavur, urogenul, nazofaringealur 
infeqciasTan da warmoadgens am infeqciis siste-
mur klinikur gamovlinebas. reaqtiuli arTriti 
bavSvebSi sadReisodac warmoadgens pediatruli 
revmatologiis aqtualur problemas misi klini-
kuri gamovlinebebis mravalferovnebis da diag-
nozis dasmis siZnelis gamo. sakiTxis irgvliv 
gaanalizebulia retrospeqtuli da Tanamedrove 
samecniero literatura bolo 10 wlis manZilze, 
ris Sedegadac mimoxilvaSi mocemulia infor-
macia bavSvebSi am paTologiis epidemiologi-
is, paTofiziologiis, klinikuri diagnozis da 
mkurnalobis SesaZlo perspeqtivebis Sesaxeb. 
avtorebis mier rekomendebulia reaqtiuli ar-
TritiT daavadebuli bavSvebis Semdgomi perso-
nalizebuli pediatriuli meTvalyureobis al-
goriTmis SemuSaveba.  


