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ayTOpEaKTUBHBIMU CIIEHU(UUECKUMU peLeTOpaMu,
00 ¢ UX aHeprueit, 1Moo XXe CO CHIKEHUEM DKCIIpec-
CUU TIPOBOCIAIUTEIbHBIX LIMTOKMHOB M XEMOKHWHOB,
Brmoyvast IFNyu CCLI1 (Kim et al., 2020), koTopkle pa-
Hee OBLIM OTIpelesicHbl KaK mpsiMbie MuiieHu BOBI
(Shakya et al., 2015). IlenTumgHbIli MHTUOUTOP OenKa
BOB1 HopMmann3oBajl ypOBEHb IJIIOKO3bI, YMEHBIIAI
MHOMIBTpaNio T-KJIETOK U SKCITPECCUIO TIPOBOCHAIM -
TEJAbHBIX HIUTOKMHOB Yy MbIlIeii NOD ¢ HoBo-nipuoOpe-
TeHHBbIM quabdeToM (Kim et al., 2020), moaTBepKaast TemMm
caMbIM uzae o ToM, yTo BOBI sgaBnsieTcs MOIIIHBIM pe-
TYJSITOPOM ayTOMMMYHHBIX MPOLIECCOB U MEPCIEKTUB-
HOI MUIIIEHBIO 1151 (papMaKoJI0rn4eCcKOro MHrnonupona-
HUSI.

Takum 06pa3oM, OCHOBBIBAsICh HA MHOTOUYMCIEHHBIX
CBUIIETEJILCTBAX, MOXXHO MPEAIOJOXKUTh, UYTO TTOCTOSTH-
HOE BO3JCHCTBUE ayTOAHTUTEHA(OB) B KOHTEKCTE XpPO-
HUYECKOTO BOCHAJIEHUS MOBBIIIAET IKCIIPECCUIO PEry-
nsTopa TpaHckpuniuu BOBI1, koToprlii, B3auMomeii-
ctBys ¢ (akropamu TpaHckpunuuu OCTI1 m OCT2
yepe3 €ellle He MOJHOCThIO OIpeNe/IeHHbIE MEXaHU3MBI,
WHAYUUPYET ayTOUMMYHHBIM OTBET, CIIOCOOCTBYS Jajib-
HellleMy yCUIEHUIO XPOHUYECKUX BOCTIAIUTEIbHBIX ITPO-
1IECCOB B ayTOMMMYHHBIX ouarax. McciemoBaHue mexa-
HU3MOB, Jexalnx B ocHoBe pabotsl BOB1/OCTI1(2) B
KOHTEKCTE Pa3BUTUSI ayTOMMMYHHBIX 3a00JieBaHUI, MO-
KET CTaTh B OyAyIlleM OCHOBOW ISl TIOMCKA MOTEHIIU-
aJIbHBIX TepareBTUYECKUX MUIIEHEW Npu pa3paboTKe
METOOB JIeUeHHUsT 9TUX 3a00JIeBaHUI.
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Despite significant efforts in biomedicine for several decades, autoimmune diseases continue to remain largely in-
curable and, moreover, poorly understood in terms of the molecular mechanisms underlying their onset and pro-
gression. It is generally accepted that autoimmune pathologies result from a malfunction of the adaptive immune
system in genetically susceptible individuals leading to the appearance of autoreactive B- and T-lymphocytes. How-
ever, the exact molecular pathways that drive the activation of autoreactive lymphocytes, leading to the amplification
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and perpetuation of self-directed immune responses are largely unknown. A number of experimental data accumu-
lated over the past few years indicate a key role of BOB1, namely its imbalanced expression, in the onset of autore-
active lymphocytes. It has been postulated that the coactivator BOB1 affects transcription and local chromatin state
indirectly, via selective interaction with DNA-binding POU-domain transcription factors — ubiquitous OCT1 and
B-cell-specific OCT?2, stabilises the binding of the OCT factors to DNA. The review lists the latest evidences of an
important role of BOBI1 in pathogenesis of autoimmune diseases and positions this protein as a promising target in
the treatment of these diseases.

Keywords: BOB1, OCA-B, OBF1, POU2AFI1, OCT1, OCT2, autoimmune diseases, autoreactive T- u B-cells
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