E.A. Kopruenko!, O.K. Hempebenko?

HAPYIIIEHUE TOAEPAHTHOCTU K TAIOTEHY KAK ITYCKOBOW ®AKTOP
B PA3BBUTUN LEANAKHNU

ITBOY BITO Cankr-ITeTepOyprcKuii rocyAapCTBEHHBIN TEANATPUYECKUN MeAMIIMHCKUY yHuBepcuTeT, CankT-IleTepOypr;
2IBOY BTIO PoccuiicKui Hay4HO-UCCAEAOBATEABCKUM MeAUIIMHCKUN yHUBepcuTeT uM. H.W. TTuporosa, M3 PD, Mocksa
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GaRTepounon, HEJOCTATKOM KOPOTKOLIEIIOYEYHBIX MKHPHBIX KHCJIOT H M30BITKOM JaKTaTa. ITO MOJKET
IIOBBINIATH NIPOHUIIAEMOCTHh KUIIIEYHOI'O 6apLepa 1 IIoaaepPsKuBaTh BOCIIaJIeHHue, Hapylias (bopanOBaHne
ﬂMMyHOJIOI‘I/I‘IeCROﬁ TOJIEPAHTHOCTH K I'NIIOTEHY.

Knrouesvte cnosa: uesuarxus, moJjaepannmHiocmy K 2i0Omeny, Kulleinasd Muicpo6uoma, demu.

Review of latest data about the role of additional factors, including intestinal microbiota, in develop-
ment of celiac disease (CD) is presented. Intestinal microbiota of patients with CD is characterized by
increase of Gram-negative bacteria and decrease of obligate microorganisms, including Bifidobacteria.
Dynamic follow-up shows incomplete recovery on the background of gluten-free diet. Formation of
intestinal microbiota in children with genetic risk of CD in comparison with healthy children is charac-
terized by less significant specific diversity, low number of bacteroids, the lack of short-chain fatty acids
and excess of lactate. These changes can increase permeability of intestinal barrier and support chronic
inflammation, which leads to break of immunological tolerance to gluten.

Key words: celiac disease, tolerance to gluten, intestinal microbiota, children.



MBI (b. adolescentis, b. pseudocatenulatum), a ypo-
BeHb B. longum cuu:xeH. IIpoTuBoBOCTIAIUTEIbHBIN
TMOTEHIIAJ ¥ TOJEPOTeHHOe AelcTBUE «MJaJeHue-
CKUX» MITAMMOB Ou@umobaxTepuii ObLIO TOKAa3aHO
paHee B 1esioM pane ucciaenoBanuii [30]. Ismenenue

OupugoOaKTepul IIO3BOJIUT IIPESOTBPATUTHL IIOTEPIO
TOJIEPAHTHOCTU U TPENATCTBOBATH pasButuio Il y
IeTell C TeHEeTUUYECKOM IIPeApPacIiOJOKEeHHOCThI0 K
Heii. OgHAKO /I YTBEPAUTEJIHLHOrO OTBETa Ha 9TOT
BOIIPOC HEOOXOMMBI JaJbHEHIIe UCCAeTOBAHMS.
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