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Tashkent medical academy

OcseujeHblbl pazAu4Hble ACNeKMbl CO4eMAaHUsl pesmMamoudHo20 apmpuma ¢ aymouMMyHHbIMU 30601e8aHUAMU
wumogudHol xcesnesvl (mupeoudumom Xawumomo u 6ose3uvio I'petisca). O6¢cyxcdaromesi pachnpocmpaHeHHOCMb,
2eHemuyeckas npedpacnos0iceHHoCcmb, CX00CmMaeo NamozeHe3d U KAUHUYECKOU CUMNMOMAMUKU, d makdce cnocoo-
HOCMb op2aHocneyuguyeckux aymoanmumen (aHmumesa Kk mupeonepokcudase, aHmumed Kk mupeoza/s106yauHy) u
a2unomupeosa 8ausimb Ha MeYeHue pesmMamoudHo20 apmpuma U puck cepoe4Ho-cocyducmblx 0CA0HCHEHULL.

Katoueswle cnosa: peemamoudHblll apmpum, aymoumMMmyHHble 3a601e80HUSI WUMOBUOIHOU Jcese3bl, mupeou-
dum Xawumomo, 60s1e3Hb I'pelieca, athmumena k mupoudHoll nepokcudase, aHmumena K mupeoa.106yauHy, 2unomu-
peos, cepdevHo-cocyducmule 3a601€8aHUSL.

Adabiyotlarni ko’rib chiqishda revmatoid artritning autoimmun qalqonsimon bez kasalliklari (Hashimoto tireoidit
va Greyvs kasalligi) bilan kombinatsiyasining turli jihatlari ko’rib chiqiladi. Tarqalishi, irsiy moyilligi, patogenezi va
klinik belgilarining o’xshashligi, shuningdek, organlarga xos autoantikorlarning (tireoperoksidaza antikorlari, tiro-
globulin antikorlari) va gipotiroidizmning RA kursiga ta’sir qilish qobiliyati va yurak-qon tomir asoratlari xavfi ko’rib
chigiladi.

Kalit so’zlar: revmatoid artrit, autoimmiin tiroid kasalliklari, Hashimoto tiroiditi, Greyvs kasalligi, qalqonsimon

peroksidazaga antikorlar, tiroglobulinga antikorlar, gipotiroidizm, yurak-qon tomir kasalliklari.

he co-occurrence of rheumatoid arthritis (RA)

and autoimmune thyroiditis (AIT) is a fascinat-
ing clinical entity attracting substantial research inter-
est. RA, characterized by chronic joint inflammation
and autoantibody production, affects roughly 1% of the
population. AIT, encompassing Hashimoto’s thyroid-
itis and Graves’ disease, also involves autoimmunity tar-
geting the thyroid gland, with a much higher prevalence
of 5-10%. The association between these two seeming-
ly distinct autoimmune diseases raises intriguing ques-
tions about shared mechanisms, clinical implications,
and potential therapeutic overlap [5].

Rheumatoid arthritis, a chronic autoimmune dis-
ease characterized by inflammatory synovitis and joint
destruction, affects roughly 1% of the population. While
often considered an isolated condition, RA frequently
co-occurs with other autoimmune diseases, particularly
autoimmune thyroiditis. AIT, encompassing Hashimoto’s
thyroiditis and Graves’ disease, affects around 5-10% of
the general population, and its association with RA has
sparked significant research interest [3].

This introduction delves into the intricate relation-
ship between RA and AIT, focusing on the potential prog-
nostic implications of AIT in the clinical course of RA.
We will explore: The prevalence and clinical characteris-
tics of RA-AIT: How often does AIT occur in RA patients;
Does it influence the presentation, severity, or extra-ar-
ticular manifestations of RA; Possible mechanisms be-
hind the RA-AIT link: What shared genetic, environmen-
tal, or immunological factors might contribute to the

co-occurrence of these diseasese; Clinical implications
of AIT for RA prognosis: Does AIT influence disease pro-
gression, response to treatment, or risk of complications
in RA patients; Current research challenges and future
directions: What limitations exist in our understanding
of the RA-AIT relationship, and what research avenues
hold promise for advancing our knowledge [6].

Throughout this exploration, we will critically an-
alyze existing literature, highlighting key findings and
potential controversies. Ultimately, we aim to provide
a comprehensive understanding of how AIT shapes the
clinical course of RA and identify critical gaps in knowl-
edge that future research should address [4].

Additionally, consider further enriching the intro-

duction by:

¢ Briefly mentioning the potential economic and so-
cial burden associated with RA-AIT compared to RA
alone.

¢ Highlighting the importance of early diagnosis and
monitoring of both RA and AIT in patients with this co-
morbidity.

e Underscoring the ongoing efforts to develop per-
sonalized treatment strategies that consider the pres-
ence of AIT in RA patients.

¢ By crafting a thorough and engaging introduction,
you can set the stage for a compelling investigation
into the prognostic implications of AIT in RA and its
potential impact on clinical practice and research.

e Prevalence: Studies report a significantly higher
prevalence of AIT in RA patients compared to the gen-
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eral population, ranging from 10% to 30%. This sug-
gests a strong association exceeding mere chance [2].

Clinical Differences: Compared to RA alone, RA-AIT
patients might exhibit:

Less severe joint damage: Some studies suggest
slower radiographic progression of joint destruction
in RA-AIT, possibly due to lower pro-inflammatory cy-
tokines; higher prevalence of extra-articular manifes-
tations: Sjogren’s syndrome, interstitial lung disease,
and vasculitis seem more common in RA-AIT, indicating
broader autoimmune dysregulation; increased risk of
secondary amyloidosis: This rare complication of chron-
ic inflammation appears more frequent in RA-AIT, po-
tentially due to combined inflammatory burden.

The exact cause of the RA-AIT link remains elusive, but
several possible explanations have been explored: Genetic
susceptibility: Genome-wide association studies have iden-
tified several shared genetic loci between RA and AIT, sug-
gesting common genetic vulnerability for both diseases.
Molecular mimicry: Similarities between certain thyroid and
joint antigens could lead to immune cross-reactivity, with
antibodies targeting both tissues. Environmental triggers:
Viral infections, smoking, and psychological stress have been
implicated in the onset of both RA and AIT, suggesting they
might act as common environmental triggers [1].

Intestine microbiomedysbiosis: Alterations in the
gut microbiome composition have been linked to both
RA and AIT, hinting at a potential role in immune sys-
tem activation.

Early diagnosis is crucial: Routine screening for
thyroid function in RA patients and vice versa is rec-
ommended due to the potential for subclinical involve-
ment. Disease-specific treatment remains the mainstay:
Conventional therapies like methotrexate for RA and
levothyroxine for AIT are employed. Emerging therapeu-
tic options: Some studies suggest immunomodulatory
therapies like abatacept or rituximab might benefit both
RA and AIT components, but further research is needed.

Limitations and Future Directions: Current research
on RA-AIT is mostly observational, limiting causal in-
ferences and definitive conclusions. Larger, prospective

studies with standardized methodologies are needed to
confirm the reported clinical features and clarify the un-
derlying mechanisms. Investigating shared therapeutic
targets in RA and AIT could pave the way for personal-
ized treatment strategies tailored to individual patients.
Unraveling the gut microbiome’s role in both diseases
might yield novel therapeutic insights for managing both
RA and AIT.

Conclusion

The co-occurrence of RA and AIT presents a com-
plex clinical picture with intriguing associations beyond
chance. Understanding the shared mechanisms, clinical
implications, and potential therapeutic avenues for this
disease intersection holds significant promise for im-
proving patient outcomes and developing personalized
management strategies. Continued research in this field
is crucial to unlock the secrets of this fascinating medi-
cal puzzle.

The list of references can be found in the edito-
rial office

PROGNOSTIC IMPLICATIONS OF AUTOIMMUNE
THYROIDITIS IN THE CLINICAL COURSE OF
RHEUMATOID ARTHRITIS

Anvarxodjaeva Sh.G., Eshmurzaeva A.A,,

Karimov M.Sh., Xudayberganova N.X.

The literature review examines various aspects of the
combination of rheumatoid arthritis (RA) with auto-im-
mune thyroid diseases (Hashimoto’s thyroiditis and Graves’
disease). The prevalence, genetic predisposition, similarity
of pathogenesis and clinical symptoms, as well as the ability
of organ-specific autoantibodies (antibodies to thyroid per-
oxidase, antibodies to thyroglobulin) and hypothyroidism
to influence the course of RA and the risk of cardiovascular
complications are discussed.

Key words: rheumatoid arthritis; autoimmune diseas-
es of the thyroid gland; Hashimoto’s thyroiditis; Graves’ dis-
ease; antibodies to thyroid peroxidase; antibodies to thyro-
globulin; hypothyroidism; cardio-vascular diseases.
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