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REVMATOID ARTRIT VA INSULINREZISTENTLIK O‘RTASIDAGI
PATOGENETIK VA KLINIK BOG‘LIQLIK

Niyozova Sh.S, Muxamedova N.X.
Toshkent Davlat Tibbiyot Universiteti, Toshkent,O zbekiston

Annotatsiya. Revmatik kasalliklar ichida revmatoid artrit (RA) eng ko ‘p uchraydigan,
surunkali, autoimmun yallig ‘lanish jarayoni bilan kechuvchi patologiyalardan biridir.
So ‘nggi yillarda olib borilgan ilmiy tadqiqotlar RA nafaqat bo ‘g ‘imlarni, balki butun
organizmning metabolik holatini ham o ‘zgartirishi mumkinligini ko ‘rsatmoqda. Xususan,
insulinrezistentlik (IR) — gandli diabet va yurak-gon tomir kasalliklari xavfini oshiruvchi
metabolik buzilish — RA bilan og ‘rigan bemorlar orasida sezilarli darajada ko ‘p
uchraydi. Ushbu bog ‘liglikning patogenezida surunkali yallig ‘lanish mediatorlari
(sitokinlar), adipokinlar va oksidlovchi stressning o zaro ta’siri muhim o ‘rin tutadi.
Klinik jihatdan IR RA simptomlarining og ‘irligini kuchaytirishi, remissiya davriga
erishishni giyinlashtirishi hamda komorbid holatlar sonini oshirishi mumkin. Mazkur
magqgolada RA va IR o ‘rtasidagi patogenetik mexanizmlar, klinik namoyon bo ‘lish
xususiyatlari hamda diagnostika va davolash strategiyalaridagi yondashuvlar tahlil
gilinadi.

Kalit so’zlar: insulinrezistentlik,revmatoid artrit,interleykin,GLUT.

AnHoranusi. Cpedu pesmamuueckux 3a001esaHull peemamouodHwviti apmpum (PA)
A6nAemcss 00HUM U3 Haubonee pacnpoCmMpaHEHHbIX XPOHUUECKUX NAMOJI02UUECKUX
npoyeccos ¢ aymouMMYHHbIM 60CHAIUMENbHLIM XapakmepoMm. B nocreonue 200wl
Npo6eOEHHble HAYUHblEe UCCIe008anus nokasvieaiom, umo PA mooxcem usmenams He
MOJIbKO CYCMAGbl, HO U Memabouieckoe cocmosanue ece2o opeanusma. B uvacmuocmu,
uHcynuHopesucmenmuocms (MP) — memaboauueckoe HapyuieHue, nogvluiaioujee puck
caxapHoeo ouabema U cepoeyHo-cocyOUCmblX 3a001e6aHUL — 3HAUUMENbHO Yauje
ecmpeuaemcs. cpeou nayuenmos ¢ PA. B namocenese 0anHOU 63aUMOCEA3U BANCHYIO
POb uepaem 83aumooencmsue mMeouamopos XpoOHULecKo20 B0CNAleHUs (YUMOKUHOS),
AOUNOKUHO8 U oxucaumenvHozo cmpecca. C KauHuyeckou mouku 3penus UP moocem
VCUIUBAMb MsHcecms CUMNmMomos PA, sampyousms docmudicenue pemuccuu, a maxaice
VEeIUUUBAMb YUCI0 KOMOPOUOHBIX cOCMOAHUU. B dannoli cmamve paccmampusaromes
namozeHemuyeckue MexaHuzmbvl, KIUHUYeCKUe NposGIeHUs, a Mmaxice nooxXoovl K
ouazHocmuke u jedeHuro 3aumoceasu mexicoy PA u UP.

KnioueBble  cji0Ba:  uHCYIUHOPE3UCEHMHOCMb,  DEBGMAMOUOHbILL  apmpum,

unmepneuxun, GLUT.
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Annotation. Among rheumatic diseases, rheumatoid arthritis (RA) is one of the most
common chronic pathologies characterized by an autoimmune inflammatory process. In
recentyears, scientific studies have shown that RA can affect not only the joints but also
alter the overall metabolic state of the body. In particular, insulin resistance (IR)—a
metabolic disorder that increases the risk of diabetes mellitus and cardiovascular
diseases—is observed significantly more often among patients with RA. The pathogenesis
of this relationship involves the interaction of chronic inflammation mediators
(cytokines), adipokines, and oxidative stress. Clinically, IR may aggravate the severity of
RA symptoms, hinder the achievement of remission, and increase the number of comorbid
conditions. This article analyzes the pathogenetic mechanisms, clinical manifestations,
and approaches to the diagnosis and treatment of the relationship between RA and IR.

Keywords: insulin resistance, rheumatoid arthritis, interleukin, GLUT.

Kirish:Insulinrezistentlik (IR) va revmatoid artrit (RA) o‘rtasidagi bog‘liglik ilmiy
tadqiqotlar orqali tasdiglangan. RA surunkali yallig‘lanish kasalligi bo‘lib, IR esa insulin
ta’siriga nisbatan sezgirlikning pasayishi bilan tavsiflanadi[1]. Tadgigotlar revmatoid
artrit (RA) bilan og‘rigan bemorlarda IR rivojlanish xavfining yuqoriligini ko ‘rsatmoqda,
bu esa yallig‘lanish jarayonlari va metabolik buzilishlar bilan bog‘liq.

Revmatoid artrit bilan kasallangan bemorlarda tumor nekroz faktori (TNF) va
interleykin-6 (IL-6) darajalari oshishi kuzatiladi, bu esa IR rivojlanishiga sabab bo‘ladi.
RA terapiyasida qo‘llaniladigan ba’zi dorilar, masalan, TNF-blokatorlari, IR darajasini
kamaytirishi mumkin, ammo glukokortikoidlar aksincha, glyukoza darajasining oshishiga
olib keladi.

Revmatoid artrit (RA) va 2-tip gandli diabet (T2DM) umumiy metabolik
xususiyatlarga ega bo‘lib, glyukoza almashinuvining buzilishi, insulin rezistentlik va
yurak-qon tomir kasalliklarining oshishi bilan bog‘liq bo‘lgan. Zamonaviy tadqiqotlar
insulin rezistentlik, tana massasi indeksi (BMI) va revmatoid artrit kasalligi faolligi
o‘rtasidagi bog‘liqlikni tasdiglagan.

Tadgiqotlarimiz davomida revmatoid artrit (RA) bilan og‘rigan bemorlarning sinovial
suyuglikga to‘qimalaridagi GLUT1 va GLUT4 glyukoza tashuvchilarining yuqori
ekspressiyasini aniglandi. Aynigsa, GLUT1 sinovial membrananing barcha gatlamlarida
yuqori darajada mavjud bo‘lib, bu insulinrezistentlik(IR) va revmatoid artrit(RA) faolligi
o‘rtasidagi mustaqil bog‘liqlikni ko‘rsatadi.

Xulosa: Insulinrezistentlik(IR) va revmatoid artrit (RA) o‘rtasidagi bog‘liglik
kasallikning klinik kechishi va terapiyasiga muhim ta’sir ko‘rsatadi. Ushbu bog‘liqlikni
chuqur o‘rganish RA bilan bog‘liq metabolik buzilishlarning oldini olish va
shaxsiylashtirilgan davolash strategiyalarini ishlab chigishda katta ahamiyatga ega.
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