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AnHoTanusi: AyrouMmmyHHbIe 3a0oneBanust (AN3) npeactapisior coOoi rpymniy
NATOJIOTU, CBSI3aHHBIX C HAPYLIEHHUEM HMMYHOJIOTUYECKOW TOJEPAHTHOCTH H
pPa3BUTHEM XPOHUYECKOTO BOCIAJEHUs. B mociaegHue roabl SMUTEHETHYECKHE
MEXaHM3MbI, Takue Kak MertwaupoBanme JIHK, Momudukanmum THCTOHOB H
perymnsauus reHoB Hekoaupyrommu PHK, npuBnexknm BHHMaHHME Kak Ba)KHbIE
(daktopel, BiausAmMe Ha mnaroreHe3 AN3. OTu mpouecchl MOryT HW3MEHATH
HKCIPECCUI0  KJIIOYEBBIX HMMMYHHBIX T€HOB, CIIOCOOCTBYS pa3BUTHIO H
IIPOTPECCUPOBAHUIO ayTOMMMYHHBIX peakuuii. McciiemoBanus MOKa3bIBAKOT, YTO
AIUTCHETHYECKUE U3MEHEHHS MOTYT OBbITh BBI3BaHbl (DaKTOpaMU OKpY>KaroIIeH
Cpelbl, TaKUMU KakKk WHQPEKIUH, CTpPecCC U TMUTaHHWe, YTO JeNlaeT WuX
NOTEHUMAJIBbHBIMA MUIIEHSMH JJISI TEPANIEBTUUECKOTO BMEIIATENbCTBA. B 1aHHOM
CTaTb€ pPACCMATPUBAIOTCA COBPEMEHHBIE JAHHBIE O PpOJM JSIUTCHETHYECKUX
MEXaHU3MOB B pa3BuUTHM AM3, MX JIMArHOCTUYECKOE 3HAYEHUE U INEPCIIEKTUBBI

AIUTEHETUYECKOU TEPAITUH.
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Abstract: Autoimmune diseases (AIDs) are a group of pathologies associated with
impaired immunological tolerance and the development of chronic inflammation.
In recent years, epigenetic mechanisms such as DNA methylation, histone
modifications, and gene regulation by non-coding RNAs have attracted attention as
important factors influencing the pathogenesis of AIDs. These processes can alter
the expression of key immune genes, contributing to the development and
progression of autoimmune reactions. Studies show that epigenetic changes can be
induced by environmental factors such as infections, stress, and nutrition, making
them potential targets for therapeutic intervention. This article reviews current data
on the role of epigenetic mechanisms in the development of AIDs, their diagnostic

value, and prospects for epigenetic therapy.
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Annotatsiya: Otoimmiin kasalliklar (OITS) - bu immunologik tolerantlikning
buzilishi va surunkali yallig'lanishning rivojlanishi bilan bog'liq patologiyalar
guruhi. So'nggi yillarda DNK metilatsiyasi, giston modifikatsiyalari va
kodlanmaydigan RNKlar tomonidan genlarni tartibga solish kabi epigenetik
mexanizmlar OITS patogeneziga ta'sir qiluvchi muhim omillar sifatida e'tiborni

tortdi. Ushbu jarayonlar asosiy immun genlarning ifodasini o'zgartirishi mumbkin,
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bu otoimmiin reaktsiyalarning rivojlanishi va rivojlanishiga yordam beradi.
Tadqgiqotlar shuni ko'rsatadiki, epigenetik o'zgarishlar infektsiyalar, stress va
ovqatlanish kabi atrof-muhit omillari tomonidan qo'zg'atilishi mumkin, bu ularni
terapevtik aralashuv uchun potentsial magsadlarga aylantiradi. Ushbu magqola
OITS rivojlanishidagi epigenetik mexanizmlarning roli, ularning diagnostik
ahamiyati va epigenetik terapiya istigbollari haqidagi dolzarb ma'lumotlarni

o'rganadi.

Kalit so'zlar: epigenetika, autoimmun kasalliklar, DNK metilatsiyasi, giston
modifikatsiyalari, kodlanmaydigan RNK, immun regulyatsiya, yallig'lanish,
epigenetik terapiya.

BBenenue

AyrtonmmyHHBIe 3a0oneBaHusi (AM3) mpeactaBissioT co00il reTeporeHHyIo
TPYIIy IaTOJOTHH, XapaKTePU3YIOMUXCS JUCPETYIAIeld UMMYHHOW CHCTEMBI,
MPUBOJIAIICH K aTake COOCTBEHHBIX TKaHEH opraHu3zMa. OTU 3a00JieBaHUs
BKJIFOUAIOT CUCTEMHYIO KpacHyto BomuaHky (CKB), peBmarouansiii aptput (PA),
paccesHHbIi ckiepo3 (PC), caxapupiii quabder 1 tuma (CJ1) u MHOrMe apyrue.
HecMoTpst Ha 3HAUWTENBHBIE YCIEXH B HM3YUYCHHHM TE€HETUYECKHUX (DAKTOPOB,
npenpacnonaraomux K pasButuio AN3, BbIABICHHBIE MyTallMM HE BCeraa

OOBSACHAIOT BapHaOEIbHOCTh UX MPOSIBICHUN U TEUCHHUS.

B nmnocnennue ronmbpl oco0oe BHUMAaHUE YHAENIAECTCS SMUTCHETUYECKUM
MEXaHU3MaM, KOTOPBIE PETYJUPYIOT JKCIPECCUI0O TE€HOB 0€3 HM3MEHEHMs UX
nocyeoBaTeIbHOCTU. K OCHOBHBIM 3MUT€HETUYECKUM MOAU(PUKALIUAM OTHOCITCS
metunupoBanne JIHK, mocrrpancnsmumonnsle MoauduKanuy THUCTOHOB U
perynsanus reHoB Hekoaupyrommmu  PHK. DOtm  mpomeccel  moryT  OBITH
WHyIMPOBaHbl (haKTOpaMH OKPYXKaIOIIeH cpelbl, BKIOYas MHOEKIUU, CTpEcCC,
MATAaHUE U BO3/ICHCTBUE TOKCHUHOB, YTO OOBSACHSIET UX JUHAMHUUYECKUN XapaKTep U

IMOTCHIHWAJIBbHYIO O6paTI/IMOCTB.
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[lenpro mMaHHOW CTaThbU SBIAETCS 0030p COBPEMEHHBIX JaHHBIX O POJIH
SIUTCHETHYECKMX W3MEHEHWI B IMaTOreHe3¢ ayTOMMMYHHBIX 3a00JIeBaHHM, WX

BJIIMSHWU Ha HMMYHHBIﬁ OTBET U BO3MOKHOCTSIX SIUTCHETHYCCKOM TCpalinu.

MetunupoBanue JIHK sBnseTcss KIHOYEBBIM MEXAHU3MOM SIHUTCHETUYECKOU
PEryJsIUU, TP KOTOPOM METHIIbHBIE TPYIIBI 100aBistoTcsa K 1uTo3uny B CpG-
OUHYKJICOTUIAX, YTO MPUBOAUT K YIHETCHUIO DKCIPECCUU I'eHOB. 3MeHeHus B

MetwinpoBanuu JJHK Obutn BeIsiBIEHBI TP pa3inudHbiXx AN3:

o Ilpu CUCTEMHOMU KpacHOM BOJIYAHKE (CKB) HaOro1aeTcs
TUIIOMETUJIMPOBAHUE TE€HOB, YYacCTBYIOIIUMX B aKTUBaUUU T-1UMQpOIUTOB
(CD40LG, ITGAL), uTo cnocoOCTBYeT yCUIEHHOM HIMMYHHOM pEaKIUU.

o IIpu peBMarougnom aptpute (PA) n3MeHeHHOE METUIIMPOBAHUE HEKOTOPBIX
renoB  Bocrmasienuss  (TNF-a, IL-6) cmocoOGcTByeT — moaaep:kaHUIo
XPOHHUYECKOTO BOCTIATUTENILHOTO MpOIIecca.

. Mopaudukanuu TUCTOHOB B PETYJSAIHH ayTOMMMYyHHUTETa-I MCTOHBI
UrparoT BaxkHylo ponb B ymakoBke [IHK, a ux mocTTpaHcisIuoHHBIC
Moaudukanuu (aneTUIMpoBaHue, METWIMpOBaHue, (GochopuupoBaHue)

perynupytot goctynnocts JJHK st Tpanckpunuuu.

o IloBpIlIEHHOE aUETWIMPOBAHME THMCTOHOB B IPOMOTOPHBIX 00JIACTSIX
poBOCHANUTENbHBIX T'eHOB (Hanmpumep, IL-17, IFN-y) cnocoOcTByeT mux
TUIEPIKCIPECCHH TIPU TICOPUA3E U PACCEIHHOM CKJIEPO3E.

o l3MeHeHUs B METMJIMPOBAHUM T'MCTOHOB MOTYT MPHUBOAUTH K MOAABICHUIO
PETYJISTOPHBIX T'€HOB MMMYHHOI'O OTBETa, YTO CIIOCOOCTBYET Pa3BUTHIO

ayTOMMMYHHBIX PEaKIIU.

MukpoPHK (miRNA) u nqnmunnasie nexonupyronme PHK (IncRNA) sBnsroTcs

Ba’XHBIMH SITUTI'CHCTUYCCKUMU PETryJIATOPAMA UMMYHHOI'O OTBCTA!
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o miR-146a u miR-155 yuacTByloT B perynsiiiui BOCHAIUTEIbHBIX MyTEH
yepe3 BozaedctBue Ha NF-xB, u wux gucbamanc ormewaercss mpH
peBmaTonnHom aptpure u CKB.

« LncRNA HOTAIR u NEATI PETYIUPYIOT 3KCITPECCUIO
MPOBOCTIATIUTENBHBIX UTOKUHOB, YCUJIMBAs MATOJIOTHYECKUN MPOIECC MPH

ayTOMMMYHHBIX 3a00JICBaHUSIX.

[loHumaHue SPIUTCHETUYECKUX MEXaHU3MOB OTKPBIBACT BO3MOXHOCTHU IJIA

HOBBIX CTpareruii jeuenus ANU3:

o Huruduropsr JIHK-metuntpanchepas (DNMTi) MoryT ucmonb30BaThCs s
BOCCTaHOBJIEHUSI HOpMaibHOTO MeTuinpoBanus JTHK.

o T'mcronnesanermnasusie uarnouTopsl (HDACH) nokazanu 3p¢heKTUBHOCTH B
MOJYJISIIIUU BOCTAIIMTENLHOTO OTBETA.

o miRNA-TapreTupoBaHHas Tepamusi pacCMaTPUBAETCA KaK IMEPCIEKTUBHOE

HampaBJjeHHUE JJIs1 KOPPEKIIUU TUCPETYJISIIMA UMMYHHOTO OTBETA.
3akioueHnue

OINHAreHETUYECKNE MEXaHU3Mbl WIPAIOT KIKYEBYIO POJb B IATOICHE3E
ayTOMMMYHHBIX 3a00J€BaHUM, MOIYJIHPYS DKCIPECCUI0 I€HOB, BOBJICUCHHBIX B
MMMYHHBIM OTBeT M BocnaineHue. Hapymenus B wMerwimpoBannu JIHK,
NOCTTPAHCISUOHHBIX MOAU(PUKALMAX THCTOHOB M JKCIPECCHH HEKOAUPYIOLIUX
PHK cnocoOCTBYIOT moaaepKaHUI0 XPOHUYECKOTO0 ayTOMMMYHHOIO IMpolecca U

MOTYT OOBSICHATH BapruaOeIbHOCTh KIIMHUYECKUX MposiBiIeHuN AN3.

[ToHuMaHue SMUTeHETUYECKUX U3MEHEHUN OTKPBIBAET HOBBIEC MEPCIEKTUBBI B
IUAarHOCTUKE M Tepanuud AayTOMMMYHHBIX 3a00JIeBaHUU. ONUT€HETHYECKUE
MapKepbl MOTYT OBITh MCIOJIb30BaHbl JJI1 PaHHEH TUAarHOCTMKUM M MOHUTOPWHIA
aKTUBHOCTH 3a00JIEBaHUS, a TEpPANEBTUUYECKUE CTPATErHM, HaIpaBlICHHbIE Ha
BOCCTaHOBJICHHE HOPMAJIBHOTO 3MUTE€HETUYECKOT0 MPOPUIIs, MPEACTABISIIOT COO0H

IICPCIICKTHUBHOC HAIIPABJICHUC B HepCOHaJIHBHpOBaHHOfI MCINIIMHC.
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