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Pesome

Llenbto faHHOM paboTbl 66110 U3yUnTb Posib reHoTrNa DQ 2.2 y 6ONbHbIX C LieNnaKmel: ceponiormyeckme n mopdonornye-
CKVe 0CODEHHOCTY CM3UCTON 060/10uKM ABeHanuaTunepcTHol knwku (COAMK) y nauneHToB C AaHHBIM FeHOTUMOM.

Matepuanbl n meToAbl: nposeaeHo 06cnejoBaHNe 47 NaLUEHTOB, KOTOPbIM AMarHo3 Lenvakua BeprduLMpoBaH COrnacHo
KpuTepuam ESPHGAN. Bcem npoBefieHo onpeaeneHe aHTUTeN K TKaHeBOW TpaHcryTamuHase-2 (TTI) 1 feamnanpoBaH-
HbIM NenTMaam raguHa, MoppomeTpudeckoe uccnegoanue buontatos COAMK v reHoTMNMpoBaHue. o pesynstatam
reHOTVNMPOBaHUA eTU ObiNK pa3aeneHsl Ha 2 rpynnbi: rpynny 1 cocTasuny 18 6onbHbIx ¢ reHotunom DQ2.2; rpynny 2-29
4enoBekK 1 C APYrMMM reHOTUNamMu LeNnaKkmu.

Pe3ynbTatbl: noBbilieHne aHTUTen K TTT Habnioganock y Bcex 6ombHbix B 1 rpynne. Mpuuem ymepeHHoe noBbileHue B 1
rpynne cocTtaemno 55,6%, a 8 2 rpynne 27,6% (p=0,07). A 3HaunTenbHoe nosbileHne aHTuten K TT1 B 1 rpynne — 44,4%, Bo
2 rpynne — 3,4% (p=0,001). Kpome Toro, mopdonorndeckue nameHenna COLK, cootseTcTByloWMe ypoBHI0 Marsh 3b, uale
Habnoganuce B 1 rpynne — 27,8%, uem Bo 2—0% (p=0,006). MopdomeTpuueckme nokasatenn COJK 8 rpynne 1 gemoH-
CTpupoBanu 6onee BblpaxeHHble aTpodpuyeckmne 3MeHeHus.

3aK/oUeHme: NpeanonaraeTcs, yto BoiasneHne reHoTrna DQ2.2 MOXET CyXMTb NPOTHOCTAYECKIMM GaKTOPOM BbIpAXKeH-
HbIX CEPONOMMYECKIX (3HAUMTENBHOE MOBbILIEHWE YPOBHA AHTUTEN K TKAHEBOW TPAHCTYTaMUHA3e-2) U MOPHONOTnyeCcKmx
M3MEHEHMI NPU LIEAIMAKNN.

KnioueBble cnoBa: Lenuakma, reHotun DQ2.2, aHTuTeNa K TKAHEBOI TPaHCryTammHaze
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Summary

KNNHWYecKan ractposHTeponorua | clinical gastroenterology

The aim of this study was to observe the role of the genotype DQ 2.2 in patients with celiac disease (CD): serological and
morphological features of celiac disease in patients with the DQ2.2 genotype

Materials and methods: We examined 47 patients with CD, diagnosed according to ESPHGAN criteria. All participants were
tested for antibodies to tissue transglutaminase-2 (TTG) and deamidated gliadin peptides, morphometric examination of
biopsy specimens of duodenal mucosa and genotyping were carried out. Based on the results of genotyping, patients
were divided into 2 groups: group 1 comprised 18 patients with the genotype DQ2.2; group of 2-29 patients with other

genotypes of CD.

Results: an increase of anti-TTG antibodies was observed in all patients in group 1. Moreover, a moderate increase in group
1 was 55.6%, and in the 2nd group, 27.6% (p = 0.07). A significant increase of anti-TTG in group 1-44.4%, in the 2 group —
3.4% (p = 0.007). In addition, the morphological changes of the duodenal mucosa corresponding to the level of Marsh 3b
were more often observed in group 1-27.8% than in 2-0% (p = 0.006). Morphometric parameters of duodenal mucosa in

group 1 reveal more severe atrophic changes.

Conclusion: it is expected that the detection of the genotype DQ2.2 can serve as a predictor of severe serological (a signifi-
cantincrease of anti-TTG antibodies level) and morphological changes in CD.

Keywords: celiac disease, genotype DQ2.2, antibodies to tissue transglutaminase

BeBepeHue

IMennakus sABIAETCA CUCTEMHBIM ay TOUMMYHHBIM
3abojeBaHMeM, MH YL POBAHHBIM HapyIIEHUEM TOJIe-
PaHTHOCTH K ITIOTEHY, Pa3BUBAIOLIMMCS Y TeHeTIde-
CKM IIpefpaconoKeHHbIX mull (1, 2]. BcTpeuasich ¢ ya-
croToit mpubnusnrensHo 1:100-1:50 cpeny HaceneHus
3aIaf{HOTO MUPa, [leTMaKusg BXOTUT B UMCIIO CAMBIX
pacnpocTpaHeHHbIX FeHeTIYeCKuX 3abomeBaHmit [3,4].
Y 601pIIMHCTBA MALIEHTOB IPOTEKAaeT ATUIINYHO,
C MMHMMaJIbHBIMU KJIMHMYECKUM cuMIiToMaMu. [1pu
9TOM HeCeT TAXeJIble, COLMAaNbHO 3Ha4MMBbIe ITOC/IEe]-
CTBMsI, TaKMe KaK OeCIIofNe 1 OHKONOIMYecKye oc-
noxHenud [2,3,5]. CBoeBpeMeHHOE BbIABIEHME 3a-
6o7eBaHNA B pAHHEM BO3pACTe II03BOJIACT M306eXKaTh
3ajiepeK pM3MIeCKOTO ¥ ICUXOMOTOPHOTO Pa3BUTHA
y meteii. UTO CTaHOBUTCSA He TOIBKO MEAVIIMHCKO, HO
¥ 9KOHOMM4eCKoi1 1po6iemoit. ITo JaHHBIM IPUYIMHAM
3a00/IeBaHIIO YAieTIeHO 0C000€e BHIMAHILE.

B HacTosAIee BpeMs HabMIOZAaeTCA CTpeMIIeHIE
Bpadyeil BCEro MyUpa K ONTUMU3ALUU JUATHOCTUYE-
CKMX U JIe4eOHBIX MeponpusATuit. JIns 60IbHBIX Lie-
NMMaKueit IpegycCMOTPEeH IPOTOKO, YIMThIBAOILMIL
MHMBUYaTbHbIE OCOOEHHOCTH TedeHMsI 3aboneBa-
HUs ¥ IMaTHOCTUKM BIIePBble BBISIBJIEHHOI! Iiena-
K1y 6e3 nmpuMeHeHMs 3a6opa 6MONTATOB CIU3UCTON
o6onouky gBeHanuarunepcrroit kumkyu (COOIIK).
Yro B 60IBIIMHCTBE C/Iy4aeB SABIAETCA «30/I0TBIM
craugaprom» [2]. OgHaKo, permaMeHT KOHTPOIbHBIX
o6cmegoBa NIt IMPOKO BapbupyeTcsi. JJoCTOBepHBIM
MapKepoM KUIIeYHOIt aTpodpuM y 6OIbHBIX C LieIu-
aKueit sAB/IAeTCA OOHApY)KeHMe aHTUTeN K TKaHeBOIl
TpaHCcIIyTaMyHase BToporo Tuma (tTg) [6]. Bersanenne
CBA3Y TAIVIOTHIIA C YPOBHEM NOBBIIIEHNA KOTOPBIX
03BOMNUT 3¢ PEeKTUBHO IPOrHO3MPOBATD CTEIEHD
IopakeHMA KUIeuyHuKa. YTo mact npencrabieHme
OTHOCKTETBHO BO3MOYXHBIX CPOKOB BOCCTAHOBJIEHM
CIIM3UCTO 060JIOUKM KMIIeYHNKA. [IJaHHBIIT IPOrHO3
HO3BOJINT JIeYallleMy Bpady pacCMaTPUBATh BO3MOXK-
HOCTb IIepeHeCeHN A KOHTPOTIbHOTO 06C/IejoBaHM A
Co B3siTMEeM OMONTATOB Ha OOjIiee MO3LHME CPOKIL.

B cny4ae MMMYHHOTO OTBeTa C BHICOKMMU YPOBHAMNI
AHTUTE K TKAaHEBOI TPAaHCITTyTAMIHA3€ YINThIBAETCSA
00YyC/IOBIEHHOE BBIpa)XKEHHOII aTpodueit IIUTeNIbHOe
BOCCTAHOBJIEHJE KUIIIEYHUKA. DTO MO3BONUT U30EXKATh
TOIIO/THUTENbHBIX «[IPOMEXYTOYHBIX» I'OCIUTAIN3A-
LMl M MHBa3MBHBIX 3a60pOB GMOIITATOB.

Ilenuakns accouumMpyeTcsi ¢ OOMMPHBIM HaCTIeN-
crBeHHbIM ramnorunom HLA II xmacca, KoTopblit Ha-
6mopaercay 96-99% 60mbHbIX. [7TaBHBIMY ABJIAOTCA:
HLA-DQ2.5(DQA1*05/DQB1 * 02) npumepHo y 88%
nanuentos, HLA-DQ2.2 (DQA1 * 02 /DQBI * 02)
npubnusurtensHo y 4% u / vnim HLA-DQ8 (DQAL *
03 / DQBLI * 03: 02) y 6% [7]. HeMHOTMe maneHThI
C LenMaKmert, KOTopble He ABNISAIOTCA HOCUTENAMU
DQ2.5, DQ2.2 unu DQS8, uame Bcero numeiotr DQ7.5
(DQA1 * 05, DQBI1 * 03: 01) [8]. HexoTopsle uccie-
TDOBaHNA OTMEYAIOT, YTO OO/MbHbIE LieTMaKMeil MOTYT
MMETBD JINIIB T07I0BMHY reHa DQ2, yacto DQBI1*02 [9].
V3BecTHO TakXe, YTO BCE STV T€HBI CBA3aHBI C pas/Iny-
HBIM PUCKOM pas3BUTHUs 3ab0/meBaHMss; HanOOMbIINIT
puck nenvakuu (1: 10) cBs3an ¢ coueranmem DQ2.5/
DQ2.2 [10]. BiusiHue reHOB Ha TeYEHUE U TAXKECTH
3a00/IeBaHN IIOJTHOCTDIO He M3y YeHO; Pe3yIbTaThl IC-
ClleloBaHMI HEOTHO3HAYHBIL. VI3ydaeTcsa KIMHMYeCcKast
3HauMMOCTh reHoB D Q2.5 1 DQ2.2, Tak Ha3bIBaeMBbIil
nosa-addexT reHos «gene dosage effect». OTmeueHo
MATUKPATHOE TOBBILIEHNE PYCKA LIeTNAKWUY Y TIUI] CO
BTopoit annensio DQBI*02 [11]. Psig nccnenoBanmii mo-
kasai, yTo CD4 + xennepHsiit oTseT T-kneTok y DQB1
* 02 TOMO3UTOTHBIX TALIVIEHTOB CUJIbHEE, 4YeM peaKIs
y reTepo3uroTHsix [12]. Bomee Toro, roMo3UroTHOCTH
DQBI * 02 MoxeT 66ITH acCOLMPOBaHHA C H0omee MO-
JIOBIM BO3PACTOM CTapTa Lie/IMaKuu 1 60see TsKemoit
K/IMHMYECKOI KapTUHOI, BKI0YasA pepaKTepHYIO
¢dopmy [13,14]. DIUTONBI feaMU[UPOBAHHBIX IEITU-
TOB IIMaiMHa CBA3BIBAIOTCA C y4acTKaMy Monekyn DQ
M CIIOCOOCTBYIOT IpOYHOMY coesuHenno HLA-mo-
JIEKYBI ¢ peneniTtopaMy T-muMdOnUTOB, 3aMycKas
ayTOMMMYHHYI0 peaknuio. HemaBHue nccnegoBanms
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IIOKa3aJMn, uTo IMoTeH-peakTuBHble CD4+ T kneTkn
KMIIKY OOMBHBIX Ljennakuelt ¢ renotunom DQ2.2 pac-
MO3HAIOT SMMUTOIBI OTANYHBIE OT MAIIMEHTOB C T€HO-
tunom DQ2.5, 311 DQ Monexynbl BBIOMPAIOT pasHble
MeTITH/BI /151 aHTUTeH-TIpe3eHTanuu [8].

MaTepmanbl n metoabl

Hamu 661110 06c1eioBaHO 47 MALMEHTOB C Lie/TnaKueit
B BO3pacTe C pa3nMuHbIMM PpopMamMu 3aboneBaHuUA.
Jvaruo3 6511 IOCTaB/IeH HA OCHOBAHUU KPUTEPH-
e ESPHGAN [2]. Tpynny 1 cocTaBuIu mauyeHTh
c reHorunom DQ2.2-18 4enosek, rpynmny 2 (cpas-
HEHNA)- HallYeHTBl ¢ APYTUMY FeHOTUIIaMu —29 de-
7I0BeK. BceM 6O/IBHBIM NIPOBEIEHO CEPONTOTUYECKOe
ucciefoBaHme. AHTHUTENA K TKaHEBOW TPaHCIIyTa-
munase-2 IgA, IgG onpenenanu B naasme KpoBu Me-
TOOM UMMYyHOdepMeHTHOrO aHanu3a (VIPA, ELISA)
npu nmoMoiny HabopoB peakTuBoB «Anti-Tissue
Transglutaminase ELISA» ¢upmbr <k EUROIMMUN»
Medizinische Labordiagnostica AG, (lepmaHus).
Omnpepenenne aHTUTEN MPON3BOANUIOCH B YCIOBHBIX
epuuniax RU (relative units)/ml (Ex/mn), ¢ Hopmas-
HBIMM NToKasaTensamu <20 Ex/mi, mpyu BO3SMOXKXHOCTHU
onpepenenus B fuanasore 2-200Ex/mn. Antutena
K leaMMPOBaHHbBIM NenTuiaM rinaguHa IgG onpe-
mensinuch B masme Kkposu metogom VIOA (ELISA)
Ipy oMoy Habopos peakTnBoB «GAF-3X» Gpupmbl
«EUROIMMUND» Medizinische Labordiagnostica AG,
(Tepmanms). OnpepenieHne aHTUTEN IPOU3BOANUIOCH
B ycnoBHbIX eguHnax RU (relative units)/ml (Ex/mn),
C HOpMa/IbHBIMU TIOKas3aTensamu <25 Ex/mi, npu Bos-
MO>XXHOCTU OIpefieNieHNs B guana3oHe 2-200Ex/mt.
TToxasarenu >200Ex/M1 He MMe/V TOYHOTO LUPPOBOTO
omnpepenennA. Takoe NMoBpllIeHNe YCTOBHO HAMM Ha-
3bIBaJIOCh 3HAYMTE/TbHBIM.

AHann3 ceposIorn4ecKoi aKTMBHOCTY y TALJIEHTOB
IPOXOAMBLINX IIOBTOPHOE 0OC/IEOBAHNE YUUTHIBAI
nmaHHBbIe Mo HadHaveHMs B/,

HLA-resorunmposanue nokycos DQAI n DQB1
MIPOBOAM/IM METO/IOM MYIbTUIPAIMEPHOI IIOMMME-
pasHoit nenHoi peaknuu (ITIIP) B pexxnme peann-
HOTO BpeMeHM IpY MOMOIIM HabOpOB KOMILIEKTOB

Pesynbratbl

MayneHTbl

Ilenuakus 6bU1a MpencTaBIeHa TUIINYHO GOpMOIt
y 76,6% 06CefOBaHHBIX IAlIVIEHTOB M aTUIINYHO
y23,4% 607bHBIX. CTATNCTHYECKY 3HAYVIMBIX Pas3/Idmit

CGpOHOFVI‘-IeCKOG nccnepgoBaHume

IToBbILIeHNE YPOBHSI aHTUTEI K leaMUfUPOBAaHHBIM
nenTupaM ragyHa (JT1T) BbIABIEHO OfVHAKOBO YacTO
B ob6eyx rpymmax (63,2% 11 79,3%; p=0,16). [ToBbiieHue aH-
TUTeJ K TKaHeBo¥ TpaHcryTamunase (TTT) Habmropanoch

MopdomeTpuueckoe nccnegosaHume

B rpynme 1 orMedanoch 607ee BbIpakeHHOE II0O-
BpexxieHne COJIIK, 4To mpoABAAnOCh pasnuunsaAMu
II0 OCHOBHBIM IIOKa3aTe/sAM MOPGOMeTPUN: BBICOTA
BOPCUH OblIa HMKe, ITTyOVHa KPUIT 6O/IbIlle, OTHO-
IIeHNe BOPCMHA: KPUIITA MeHbIIIe, Konndectso MOJI

Ienp nccnemoBanmsA — U3y4UTh ponb reHoTUIA DQ
2.2 y 6OJIBHBIX C Lie/IMaKUelt: CEpOIornyecKue u Mop-
donornyeckne 0ocobeHHOCTH CIUBNCTOI 060IOIKK
nBeHapuarunepcrroit kumky (COIIIK) y manneHToB
C JAHHBIM T€HOTUTIOM.

pearentoB: «<HLA-THK-TEX(HLA-DQA)» n «JHK-
TEX(HLA-DQB)» ¢upmer «JHK-Texunomorus», Poc-
cust. ViccnepnoBanue 65110 BbIONHEHO B JlabopaTopun
AyronmmyHHbIX 3a6onesannit, TOY BIIO IICTI6IMY
uM. akagemuka V. I1. ITaBnoBa, BpauoM-1abopaHTOM
Xononosoii 1. B.

MopdomeTpudeckoe UccaeoBaHNe 6MONTATOB
C/IM3MCTOI TOHKOM KUIIKM OBbIIO IIPOBEfIeHO Ha Ka-
denpe naronornueckoit anaromun 'BOY BIIO CII6-
I'TIMY, x.m.H. Kacnoropckoit O.JI. Onpepenanuch
ClIenyIoLIle IT0OKa3aTeny CIIM3UCTON 000I0UKY [Be-
Haguarunepcraoit Kumky (COIOIIK) B MKM: ToIHA
COJITIK ot co6¢cTBEHHOIT MbIIeYHOI macTuku CO
TI0 BepXyILIeK BOPCHHOK BCACBHIBAIONIETO SIUTENN;
BBICOTa BOPCUH OT OCHOBAHNA 1O BEPXYLIKI; ITyOMHa
KPUIIT OT HApY)>XHOTO Kpas YCThs 4O JHA IO 6asayb-
HOJT MeMOpaHe; OTHOIIEHNE BBICOTAa BOPCUH/TTyOMHa
KPMWIIT; IIMPYHA BOPCYH 10 VX IIONIEPEYHMKY OT KpaeB
CTEHOK B 00/TaCTV BEPXYIIKM; KOIMYECTBO MEXKIIINTe-
nuanbHbIX nuMdorutos(MIJI) Ha 100 annTennonu-
TOB. ['MIcTONOrMYeCKas OljeHKa CTeTIeHN TOBPEXKJeH U A
CIM3MCTOI TOHKOII KUIIKY POBefieHa 1o Kraccudu-
kayuyu Mapiu (Marsh), moguduxanun Oberhuber.

CrarucTudeckuii aHaau3 MPOU3BeJeH C MCIIO0Ib30-
BaHMeM nporpammsel IBM SPSS Statistics 23. Cpennee
PaccunMThIBANOCh C 95% NOBEPUTENbHBIM MHTEPBAIOM
(OW), c ykazaHMeM BepXHell 1 HVY>KHel I'paHNLl, Mefina-
HBI, CPe/IHEKBapaTUYHOTO OTK/IOHeHN . [l aHanm3a
CepOJIOrNYeCKOT0 UCCIeOBaHMA CIIONb30BaICA TOY-
HbliT KpuTepuit Puiepa (3HaunMocts p<0,05). s
omyucaHusa MOppoMeTpuM NPUMEHSTICS KPUTEePUit
IJIs He3aBUCUMBIX BBIOOPOK: paBeHCTBA JUCIIEPCUI
JIuBUHSA, pacCYUTBIBAICA t-KpUTEPUIL /1 pABEHCTBA
cpenaux CTpofieHTa (3HAYMMOCTD IByXCTOPOHHAA,
p<0,05).

MeX[y TPYIIIaMi He 06Hapy>KeHo: TUIINYHasA popma
(83.3% 1 72,4%, p=0,492) n arnnmanast (16.7% n 27.6%,
p=0,492) BBIAB/IAINCH OBMHAKOBO YaCTO.

y Bcex 60/bHBIX B 1 rpymme. [TpudeM yMepeHHOe MOBBI-
ureHue B 1 rpymne coctaBuiio 55,6%, a B 2 rpymie 27,6%
(p=0,07). A sHaunTeNIbHOE NMOBBIIIEHNe aHTUTEN K TTT B 1
rpyme — 44,4%, Bo 2 rpyme - 3,4% (p=0,001).

607IblIIe; CTATUCTUYECKIE PA3ININA MEXY IPYIIaMu
BOCTOBEpHBI (Tabnua 1).

Crenenp arpodun no xknaccuduxanuu Marsh
B rpynme 1 Takxe 6blna 60yee BEIPa>kKeHHON (Ta-
6nuna 2).
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Ta6nuna 1

MopdomeTpuueckoe UCCIE[OBAHNE CTU3UCTON 060TOYKY [Be-
HaJL[aTHIIEPCTHON KMIIKI

IIpumevanne:

JlaHHbIe IPeCTaBIeHbI CPEJHIM 3HaUeHIIeM, MIHUMATbHbIM
U MaKCHMa/IbHBIM 3HaYeHUAMHU € 95% HOBEPUTENbHBIM MHTEP-
Ba/IOM, MICIIONB30BanCA t-KpuTepuii CTpiofieHTa, 3HAUNMOCTD
(mBYyxcToponH:sA) p<0,05

Table 1

Morphometric study of the duodenal mucosa

Note:

Data are presented as the average, minimum and maximum
values with a 95% confidence interval, using Student's t-test,
significance p <0,05 (two-sided test)

Ta6nuua 2

Knaccudukarms no Marsh

IIpumevanue:

Victionb3oBascs TouHbI KpuTepuit Puiepa

Table 2

Marsh classification

Note:

Data are presented as absolute values and fractions (%).

* For pairwise comparison of groups, Fisher's exact test was used.

Ta6numna 3

Mopdomerpudeckoe UCCIe[OBAHNE CU3UCTON 060TOYKY [Be-
HalI]_[aTI/IHePCTHOIZ KMIIKN

IIpumevanme:

I[aHHI:IC IIpeACTaBI€HbI CPENHMM 3HAYEHMEM, MITHIMAIbHBIM
¥ MaKCUMAaJIbHBIM 3HaUYeHUAMU € 95% [[OBEpUTENbHBIM MHTEP-
BaJ/IOM, UCIIO/Ib30BAJICA t»KpI/[TCpMI/u[ CT])IOI[CHTB., 3HAYMMOCTDb
(mBYyxcTopoHH:A) p<0,05

Table 3

Morphometric study of the duodenal mucosa

Note:

Data are presented as the average, minimum and maximum
values with a 95% confidence interval, using Student's t-test,
significance p <0,05 (two-sided test)
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B MKM 1rpynna 2 rpynna p
Iggi’f{izcc’;ﬁfxﬁ oass387 14, 99062222, ., p=0,009
BricoTa BopcuH cpepuasa 3149639943 403 50 35074 416,81 . oo p=0,005
ny6una Kpunr cpefHAsa 1835321257, 1 1802218900 p=0,016
(B);;[:J/L[[:-[e:lf(?:mn”ra Ly 17932, 0 rossi 222264, p=0,010
E;’g;j{“ﬂ’;a Bopeiti 135,14, s 120,67, p=0,012
MO3JI cpennee 15)02322,55730,091 12,23615’49618,757 p=0,012
1rpynna 2rpynna

n=18 n=29 P
Marsh 1 lrll)zlzﬁ) 12,:8‘;) p=0.3
Marsh 2 zr;;;) 4%:;;1 p=0.16
Marsh 3a 2;1;?% ::ioi p=0.26
Marsh 3b 217‘;;) S‘;go p=0.00
Marsh 3¢ 51?6:;) (;1,;‘?%1 p=0.06
B MKM 1.1 rpynna 2.1 rpynna p
Zggiﬁij{i’;ﬁf;’ﬁ 10010s336:6667, 5937500, ., p=0,105
BricoTa BopcuH cpepHasa 225602925925 15 3336373742222, ¢ oo p=0,049
[ny6uHa KpUIT CpefHAA 1105262417083 ) 1o 15008831967 778, s p=0,017
gg;:;:{e:f;mm osss 2818, 1735119063, p=0,004
Z;g;:ga popeni eseos [AB8750, L 124,7500,,, 0 p=0,094
MOIJI cpepnee 33,0833 22,022229’5420 p=0,041

25,1109 41,0557

14,5024
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Kasxpas u3 rpynn Obl1a pasfesieHa HaMM Ha 2 IIOf-
TPYIIIBL: BIepBble BblsABIeHHbIE nmanueHTs! (1.1 u 2.1)
U MalVeHTHI, cOOMofaBIINe 6e3ITII0TEHOBYIO IUETY
2.1m2.2).

B moprpymnme nauyueHTOB C BI€PBbIE BbIABIECHHON!
LenuaKkuesi A FaHHBIX MOPGhOMETPUY COXPaHAETCS
IpefCcTaBIeHHas paHee TeHACHUMA: 60/ee BhIpaXkKeH-
Hble aTpoduUecKyie U3MeHeHN B rpyme 1.1. ¢ reHo-
trniom DQ2.2 B cpaBHeHun ¢ rpynmoit 2.1 [JanabIe
IpKBeNeHbI B Tabnuie 3.

Cpepnu mereit, cobmoparomux BI'J] (rpymnma 1.2
u 2.2) CTaTUCTUYECK!U 3HAYMMOJ pa3HUIBI 11O I10-
kasatensim Mmoppomerpun COIIIK He monyyeHo.
TonmmHa cIM3UCTOI 0OOIOYKY CpefHAA: IPyIIIa
1.2-610 mx™ (HyOKHsA rpaHuna 560, BepxHss 659,
CpelHEeKBaipaTUYHOE OTK/IOHEeHNe-46,9), rpynmna
2.2-634 MxM (HMOKHAS rpaHuna 599, BepxHss 659,
CpefHeKBaJpaTUUHOE OTKIOHeHMe-72,8); p=0,455.
BricoTa BopcuH cpenHsAA — 423 MKM (HU>KHAA I'pa-
Huua 382, BepxHAA rpaHuna 464 cpefHexkBajpa-
TUYHOE OTKIOHeHue 38,8), rpynna 1.2-432 MKM
(avoxHsA TpaHuna 398, BepxHAsA rpaHnia 465,

CpefjHEKBaJjpaTUYHOE OTKIOHeHNe 69,2); p=0.767.
Iny6buna Kpunt cpefHss: rpynmna 1.2-180 MkM
(avokHss rpanuna 166, BepxHsis rpannna 193, cpen-
HeKBaJpaTM4YHOe OTK/IOHeHNe 12,6), rpymma 2.2-184
MKM (HYDKHASA TpaHuna 174, BepxHaAA rpannua 195,
CpeRHeKBafipaTU4YHOe OTKIOHeHue 21,9); p=0,623.
Tonmuua BOpCUH cpepHAsA: rpynmna 1.2-122 MM
(HvoKkHAA rpaHuna 114, BepxHsasa rpaHunal3o, cpen-
HeKBaJpaTUYHOE OTKIOHEHE 7,5), rpynma 2.2-118
MKM (HVYDKHASA TpaHuna 114, BepxH#AA rpaHuna 123,
CpefHeKBafpaTNU4yHOe OTKIOHeHue 9,4); p=0.452.
MBO3JI cpenuee: rpynmna 1.2-11,8 (HMXHAS TpaHNUIIa
7,3, BepxHaA rpanuua 16,3, cpegHeKBagpaTu4HOE
OTK/IOHEHMe 4,3), rpynna2.2-12,6 (HyKHAS rpaHuLa
10,15, BepxHasa rpannna 15,14, cpefHEKBagpaTU4HOE
oTK/I0HeHue 5,18); p=0,722.

Crenens nospexpenus COAIIK mo knaccudu-
kauuy Marsh mpefcrapieHa B rpymnmax 6es3 ctaTu-
CTMYECK) 3HA4YMMOIt pasHuubl: Marsh 1 B rpymnie
1.2-33,3%, B rpymnmne 2.2-21,1%; p=0.606, Marsh 2
Brpynmue 2.1-66,7%, B rpynre 2.2-63,2%; p=1, Marsh
3a TonpKo B rpynne 2.2-15,8%; p=0.55.
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O6cyxpeHune

KnnHnvyecky nenmakus NpoABIseTcs pasHOObpas-
HbIMU ¢opMamu. JJokasaHHasA CBA3b IeNMAKUU
¢ HLA-DQ2/DQ8 renaMu 1103BO/ISAET IPEAIIONIOXKNUTD
B/IMAHUE OTJE/IbHBIX T€HOB Ha KJIMHUYECKOEe TeYeHMe
3aboneBanus. Hauboree TsKenoe TedeHMe XapaKTe-
pU3yeTCsA BBICOKMM yPOBHEM aHTUTEN U BBIPa>keHHOI
arpouelt CIM3UCTON 060/I0YKY TOHKOI KMIIKM, Y KaK
ClIefiCTBME MasibabcopOImeit.

TeHeTMYEeCKUIT «IIOPTPET» OONBHOTO LieTUaKmel,
BEPOSITHO, CIIOCOOEH OLpefie/sITh XapaKTep TeUeHNUs
3aboeBaHUsA (CTETeHb aTPOPUY CTTIMBUCTO 0OOTOUKM
TOHKOJ KMIIKM, BOB/IEYEHNE B ayTOMMMYHHBII NPO-
IlecC pas3/IMYHbIX OPTaHOB M CHCTeM 1 Ap.) B HacTosmee
BpeMsA reHeTUYeCKOe CCIeJOBaHMe aeT IpeJiCTaBIe-
HIe TOIbKO O Ha/IM4YUM PUCKa 3a60/IeBaHNUA.

ITouck HeMHBa3MBHBIX MaPKEPOB, KOTOPbIE JOJXK-
HbI CTaTh MHCTPYMEHTOM JMArHOCTUKY M MIPOTHO3a

3aKknwyeHune

Brpynne nereti c renotunom DQ2.2 damie ;eMOHCTpH-
POBaIOCh 3HAYNTENbHOE ITOBbIIEHNE YPOBHA aHTUTEN
k TTT. Ha coBpeMeHHOM 3Talle CepoIOrndecKoe uccie-
TOBaHe Y Lle/IMaKMy BBITIONIHAET, IOMUMO JMarHo-
CTUYECKOI, M IPOrHOCTUYECKYIO 3a/lady. AHTUTE/NA
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