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SUMMARY
INFLUENCE OF A COMPOSITION OBTAINED FROM A MIXTURE
OF DRY EXTRACTS OF LOCAL MEDICINAL PLANTS ON THE
COURSE OF ASEPTIC ARTHRITIS
Khakimov Ziyoviddin Zainutdinovich!, Rakhmanov Alisher
Khudaiberdievich!, Khadjieva Umida Abdulxaevna?, Tursunova Laziza
Ikramdjanovna?
Tashkent Medical Academy’ .
zbek Research Chemical-Pharmaceutical Institute named after A. Sultanov*
tursunova88@mail.ru
The article presents the results of the study of the antiexudative activity
of the preparation based on the dry extracts of local medicinal plants in the model
of aseptic arthritis induced by dextran in experimental animals. Mixture of dry
extracts of medicinal plants in the following ratio (0.5:1.0:0.5:1.0:0.5) - juniper
fruit, sedum fruit, field sedge herb, chamomile flower, hairy pea herb - in
aggregate -3 is particularly high, and according to experimental results,
compound-3 showed a superior index to LIV-52 with anti-inflammatory activity.

YAK: 616.085-72-002.77: 616-002.77
SPECIFIC IMMUNOLOGICAL FEATURES OF REACTIVE
ARTHRITIS
(Literature review)
Khalmetova Feruza Iskandarovna, Axmedov Xalmurad Sadullayevich,
Buranova Sagdiyana Nasurullayevna
Tashkent Medical Academy
dr.khalmetovawmail.ru
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Purpose of the study. To study the cytokine profile, cellular and humoral
immunity, as well as nonspecific protection factor in patients with reactive
arthritis. Patients with reactive arthritis make up 1/3 of patients with
rheumatological patients, and in the chronic form of the disease, a significant loss
of the functional abilities of the joints and the occurrence of severe complications
can develop, which leads to disability of patients. Interest in reactive arthritis is
also associated with the fact that a number of patients, especially when the process
is chronic, develop destructive processes in the joints up to ankylosing.

The inflammatory diseases of joints are one of the current problems in
modern rheumatology. The main reason is it widespread among population and
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lasts for years. Moreover, this disease sometimes turns to chronic and leads to
early disability. It is known that the term "reactive arthritis" (ReA) was introduced
into scientific and medical literature in the early 70s of the 20th century by
scientists K. Aho and P. Ahvogen, and was used to identify arthritis developed
after yersiniosis infection. Later, this term took a strong place in all modemn
classifications of rheumatological diseases, and the terminology of arthritis,
which was previously used, was changed to "infectious-allergic arthritis" and
"postinfectious arthritis".

Nowadays, there are no clear datas on the epidemiology of ReA, and this
is explained by the difficulty of comparing previously less obvious infections, as
well as the similarity of clinical symptoms with other arthritis. In recent years,
the rate of occurrence of ReA disease tends to increase, and this is caused by the
frequent occurrence of urogenital infections, the observation of cases of disease
among family members, and the increase of diseases among military officers.

Based on different literature, ReA is a disease belonged to the group of
seronegative spondyloarthritis, characterized by joint inflammation due to
previous intestinal or urogenital infections. Accordingly, there are
postenterocolitic and urogenital forms. By the way, the postenterocolitic form is
observed in 5.2 cases per 100,000 population, and the urogenital form in 4.5
cases. Urogenic reactive arthritis (UReA) takes the major place in the general
composition of ReAs and is observed more often in men than in women
(according to various authors, from 10:1 to 2-3:1). At the same time, UreA is
observed more often in women compared to the literature review, so it is
necessary to identify the focus of urinary tract infection in patients with
seronegative arthritis and associate it with joint syndrome.

According to modern concepts, in the development of arthritis caused by
intestinal or urogenital infections, the location of the primary infectious process,
the characteristics of the microorganism that caused it, and a certain genetic
predisposition of the macroorganism (Chlamydia trachomatis, Yersinia
enterocolitica, Yersinia pseudolubercu]osis , Shigella flexneri and
Campylobacter jejuni), including factors such as HLA-B27 - histocompatibility
antigen transportability. Organs of the nasopharynx, genitourinary system and
gastrointestinal system are the "gateways" for negative factors that cause disease.

Undoubtedly, the role of intestinal and urinary tract infections as an initial
factor in the development of ReA is confirmed by the stable chronological
relationship of the development of arthritis after the infection. The processes
observed in chlamydia have been studied in depth, but the identified features can

also be observed in other infections that lead to the development of ReA. It was
found that chlamydia are distinguished by two main forms, namely elementary
bodies (infectious form) and reticular bodies (vegetative form). Chlamydia
possesses all the cellular machinery to synthesize their own DNA, RNA, and
proteins, but depend on the host cell for the supply of nucleotides, amino acids,
vitamins, co-factors, nutrients, and energy compounds. The elementary bodies
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phagocytosed by the host cells transform into reticular bodies, which proliferate
and transform back into elementary bodies, breaking the host-cell integrity and
exiting into the intercellular space. Elementary bodies have the characteristic of
living outside the cell - this is an infectious particle, while reticular bodies break
down in the extracellular environment, but have high metabolic activity inside
the cell. Chlamydia transforms into an L-shaped form and persists for a long time,
then transforms into el ementary bodies and maintains resistance to antibacterial
treatment.

An inflammatory process develops in the organs, joints and extra-articular
tissues affected by the pathogen with the participation of biochemical and
immunological reactions, these reactions are universal in relation to tissue
damage, including microbial agents. Currently, specific aspects of the
pathogenesis of ReA have been identified. According to the results of many
studies, a number of microorganisms called ReA (Yersinia, Salmonella, Shigella,
Campilobacter, Chlamydia) contain lipopolysaccharides that induce the synthesis
of interleukin-1 cytokine and tumor necrosis factor by macrophages, which
trigger the development of the inflammatory process. holds Lipopolysaccharides
are detected in synovial cells. Furthermore, the importance of bacterial
lipopolysaccharides in the pathogenesis of ReA is further supported by the strong
IgA response against lipopolysaccharides in ReA patients with yersiniosis and
salmonella. It is assumed that a persistent increase in IgA concentration reflects
persistent antigenic stimulation.

The long course and recurrence of the disease is associated with the
weakening of non-specific protection in these patients, which may be caused by
Jong-term inadequate medical treatment (antibiotics, non-steroidal anti-
inflammatory drugs, etc.). The severity of the disease, the transition of the process
to a chronic type, the activation of the bacterial agent in the body, the presence of
the HLA-B-27 antigen in the body, and genetic predisposition.

In recent years, the role of the gastrointestinal system in the development
of specific positive pathological processes in reactive arthritis has been revealed.
The mucous membrane of this system has the property of neutralizing bacteria,
parasites, exogenous toxins, non-infectious antigens. Due to certain reasons, the
imbalance in this system changes the stability of the body and causes a tendency
to the development of the disease. Since the reactivity of the body is not the same
in different periods of a person's life, the course of the disease can be different in
patients of all ages. Despite the positive results in the treatment of the disease, the
development of disability in patients remains high.

Based on the newest datas, experts working in ReA diagnostics today,
modern laboratory diagnostic methods include a wide spectrum of biomarkers:
autoantibodies, indicators of the acute phase of inflammation, cytokines,
endothelium-activating markers, lymphocyte subpopulations, and genetic
markers in blood, synovial fluid, and synovial tissue. These markers make it
possible to assess the general condition of the organism in relation to infection,
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eflecting joint syndrome of one or another degree. However, they do not have
the ability to accurately assess the complications of the disease or serve as a
redictor of the destruction of ReA joint structures.

A significant breakthrough in the development of new approaches to the
reatment of rheumatological diseases is the development of biological therapy
methods. Cytokines of the IL-17 family play an important role in the pathogenesis
of immunoinflammatory rheumatic diseases, so the use of an immunotherapeutic
approach based on the inhibition of their activity is very relevant. Inhibition of
immune responses dependent on IL-17A(F) is a promising direction in the
rreatment of a wide range of autoimmune diseases. The main requirements for
cytokine inhibitor drugs under development include a combination of such factors
as high efficiency and acceptable safety for the body. It should be noted that only
classical antibodies specific to IL-17A(F) are present on the drug market. Other
types of antibodies, bi(tri)specific antibodies and nanoantibodies blocking the
interaction of I1L-17A(F) with the receptor, have been developed relatively
recently. Small molecule antagonists of IL-17A (peptides and macrocyclic
compounds) may have more side effects compared to other inhibitors, and their
use also requires further research.

While a very large number of fundamental and clinical studies have been
devoted to the significance of IL-17 in the immunopathogenesis of
rheumatological diseases and the possibilities of its inhibition for the treatment
of these diseases, the study of the role of IL-18 as a mediator and biomarker of
immune inflammation and a “target” for anticytokine “targeted” therapy is just
beginning. The functional activity of IL-18 is regulated by IL-18-binding protein
(IL-18SB), which, having a high affinity for IL-18, suppresses IL-18-dependent
cellular effects. Normally, the concentration of IL-18SB is more than 20 times
higher than IL-18. Imbalance between IL-18 and IL-18SB, developing which
occurs with hyperproduction of IL-18, leads to IL-18- mediated "dysregulation”
of the immune response and the progression of inflammation.

Taking this into account, at present, in the diagnosis of ReA , in the
treatment of patients by specialists, in the early stages of the disease, the
Identification of signs of damage to the joint tissue (synovial shell, cartilage and
related bone tissue), assessment of injury level and information on disease
Complications; recommending treatment measures depending on the severity of
the process; Much attention is being paid to the search for markers that allow
early detection of damage to joint structures, allowing for monitoring of the
lreatment measures.
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PEAKTHUB APTPUTHHUHT KEUNIIHIA Y3UTA XOC
UMMYHOJIOTUK )KUXATJIAPH
(Anabuérnap wapxH)
Xaamerosa Mepysa Uckanaaposna, Axmenos Xaamypan Caayinaesny,
Bypanosa Caransina Hacypy/iaesna
Towkenm mubbuém axademusci
dr.khalmetova@mail.ru

Kannt cy3nap: peaxrns aprput, unroknnnap, 63FHM CHHIAPOMH,
HHTEPJICHKHH 17, unTeprneiikun 18.

Tankukor makcagu. Peaktus apTpuTra uanuHrad OeMOPJIAapHHHT
IINTOKHH TPOQIINHK, XyXaiipa Ba rymopal HMMYHHTETHHH, HOCTICIH(HK
XMMOS OMHIHHH ypranum. PeakTuB apTputra wanuurad Oemoprnap
peBMaToJIOrHK LKdoXoHanapaa GeMopnapHHHT TaxMuHaH 1/3 TalIKHIT KHiaau
Ba KACAUTMKHWHT  CYPYHK&IM lIakiuaa OyFMMIApHAHT  (QYHKUHOHAI
KOOMJIMATHHHHT CE3WNapiH Japaxkaza HMYKOJNMIUM Ba OFHP acopariap naiao
Oy HIIM MYMKHH, Oy 5ca 6eMOpJIapHHAT HOTHPOHJIMTHTa 0JTHG KeNlaH. PeakTs
apTpurtra OynraH KW3MKMLI, LIYHHHIAek, OMp Karop Oemopnapia, aiHHKCA
kapaéH cypyHkaiu 6ynca, 6¥rumnapaa anknnosnanuiuraya 6yaran 1eCTpyKTHB
KapaéHJIapHH PHBOKJIAHHIIN GHaH OOFIHK,

PE3IOME
UMMYHOJIOI'MYECKHE OCOBEHHOCTH TEUEHHUS
PEAKTHBHOI'O APTPUTA
(JIuteparypHsrii 0630p)
Xanmerosa ®epysa Uckanpaposna, Axmenos Xaamypaa Caay/iiiaeBuy,
Bypanosa Caransina Hacypyaiaesna
Tawuwenmcekas meduyuncran akademus
dr.khalmetovaiwmail.ru

KiroueBbie €JI0BA: peakTHBHBbIIT apTpPHT, UHTOKHHBI, CYCTaBHOH
CUHApOM, HHTepaeinkuH 17, nHrepneiikun 18.

Lens uecenenosannus. M3yunTs unTokHHOBOTO Npodus, KJIETOUHOro H
ryMopalbHOro MMMYHHTETa, a Takike (pakTopa HecrnelH(HYecKOoi 3alHThbl Y
OOJBHBIX PEAKTHBHOTO apTpHTa. BosbHble PEaKTHBHBLIM apTPHTOM COCTAB/AIOT
1/3 GonbHBIX PEBMATOJIOrHYECKHX GOIBHBIX, IPHYEM NIPH XPOHHUECKOi (hopMe
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