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Pestome

AHKMN03MpyoWwmii cnoHamamt (AC) — 3TO XPOHWUYeCKOe BOCManuTebHOe 3a60/1eBaHye, XapaKTepu3yioleecs NOpaXeHNeM aKcuabHOro cKese-
Ta, nepudepryecKknx CycTaBoB U OKONOCYCTaBHOrO annapaTa, MaHudecTauueln CUCTEMHbIX NMPOABNEHUI C NPeNMYLLECTBEHHbIM BOB/IEYEHUEM CO-
cyamncToin 060104KM FNasa, KOXK C pasBuTMeM ncopuasa u KuweyHvka. [na AC xapaktepeH 6onee paHHWI1 Ae6l0T apTepuanbHON runepTeHsun
(AT), a Take accoLmmnpoBaHHbiii ¢ Al 60/1ee BbICOKUI YPOBEHb KapAanoBackyaapHoro pucka (KBP). SHaoTennansHas AMCGYHKLMA KaK HayanbHbIM
3Tan pasBUTUA CePAEYHO-COCYANCTbIX 3aboneBaHnii (CC3) MOXKeT BO3HMKATbL BCIeACTBUE aKTVBALMM NPOrOPMOHA PEHUHA W BbICOKOW aKTUBHOCTM
aHrvnoteHsmHa (Ang) Il. Ang Il yyacTByeT He TO/IbKO B Pery/sLumn apTeprasbHOro AaBNeHUs, HO U BbIMOJHAET reMOoNno3TUYeckme GyHKLWUM, B OCHOB-
HOM 3pUTPOMNO33 U MMeNoNo33. HecKo/IbKo Uccaef0BaHUIA MOKasaan CBA3b NOAMMOpPM3Ma reHa peLienTopa K aHrnoTeHsuny Il 1-ro tuna AGTR1
(1166A>C) c AT, Ba30KOHCTPUKLMEN M 3aePIKKOM HaTpWA B opraHusme. Ce0BaTe/IbHO, MOTEHLMANbHO BaXKHO OLL@HUTb POJIb O/IMFOHYKNEOTUAHOMO
nonvmopdusma (OHM) A1166C reHa AGTRT B KIMHUYECKON MaHWdecTauum AC, a TaKKe ero 3HayeHue B pasBuUTMU KOMOPBUAHOM naTosorum u Gop-
MupoBaHuu KBP, Bktovas Al. Llenb nccnepgoBaHuA: oLeHNTb BavsaHMe nonumopéeusma A1166C rena AGTRT Ha pa3BuTHe KOMOP6UAHON NaTonorum
n popmuposaHue KBP, Bkntoyas Al. MaTepuanbl u MeTogbl: B nccnegoBanmne 6b110 BrtoueHo 176 nauuneHToB ¢ gnarHosom AC. MNpoBoaunoch re-
HoTunupoBaHue noanmopdusma A1166C reHa AGTRT MeTO/0M NONMMeEpPa3HON LienHoN peakuyun. CTaTUCTUHECKUIA aHan3 NPOBOAWACA C UCMO/Nb-
30BaHueM KpuTepus Kpackena-Yonnuca. PesynbTatbl. Y naumeHToB C reHoTunom AA BbisiesieH 6os1ee BbICOKMIA nHAekc BASMI (Bath Ankylosing
Spondylitis Metrology Index) (p=0,024, p1v3=0,023)A Y romosurot CC puKkcmpoBanmch 60/1ee HU3KMe ypoBHM 3puTpoumTos (p=0,025, p2'3=0,02) nre-
Morno6uHa (p=0,031, p2v3=0,042), npu reHoTune AA — MeHbluee KoanyecTBo TpombouumTos (p=0,0001, p1v3=0,001). Bonbliee cogeprkaHune rawKo-
3bl 3aperucTpmposaHo y romosurot CC (p=0,0001, p,,=0,001, pm:0,0ZS), Tpuranuepugos — y rereposurot AC (p=0,038). Hanbosbwas yactora
JHTE3MTOB 3aperncTpupoBaHa AaA NaumeHToB ¢ reHotunom CC (pZB:O,OOG, p=0,015). ¥ reteposurot AC BbifiB/IeHa 60/bluas BCTpeYaeMocTb Al
(P1,2=0'05' p=0,025), ANCINNNAEMUN (p1'2=0,012, p2’3=0,006, p=0,03'|). CaxapHblii gnabeT 6bi/1 BbIIB/IEH TONIBKO CpeAM NaLmeHToB ¢ reHotunom CC
(p1v3=0,007, p=0,017). MopaxeHwne NoyeK Yalie onpesenanock y HocuTenen annens A (P1,3=0'015' p,,=0,004, p=0,023). BbisiB/IeHbI CTAaTUCTUYECKUE
pas/NnuMA B OTHOLUEHWUM YACTOTbI BbIAB/IEHUSA OTAe/bHbIX cTeneHeit Al (p=0,0001): y reteposurotr AC — 2 (AA 26 (27,1%); AC 4 (33,3%); CC 14
(24,1%)) n 3 cTenenm (AA 0 (0,0 %) npotue AC 2 (16,7 %) CC 0 (0,0 %), p, ,<0,001, p, ,=0,004). 3akntoueHue. MpoaeMOHCTPUpPOBaHo BanaHMe OHI
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1166A>C reHa AGTRT Ha popMupoBaHue Al, peryasaumio reMonossa, ypoBHU MeTaboIM4eCKnX nokasaTenen, FoKo3bl M IMNNA0B U aCCOLMMPOBaH-
HbIX MeTabosimyecknx 3abo1eBaHUiA B BUje caxapHOro AnabeTa, AUCIMNNAEMUN, MATOOMMU NOYeK y nauymeHTos ¢ AC.

Kntro4deBbie ca0Ba: ankunosupyrowuli cnoHdunum, apmepuansHas 2unepmen3us, oUCAUNUOEMUSs], MemaboauYecKull CUHOPOM, aH2UOMeH3UH-
npespawarowuti pepmerm (A1), AGTRT, nonumopgpusm 2eHos, A1166C

KoHbAnKT nHTepecos
ABTOpr 3aABNAKOT, YTO AaHHaA pa607a, ee TeMa, npeAMeT U coaepxaHue He 3aTparmBaroT KOHKYpPUPYHOLWKUX MHTepeCcoB

McTo4HnK dpuHaHCMpoBaHUA
ABTOpr 3aABNAIOT 06 OTCYyTCTBUU ¢MHaHCMPOBaHMFI npu nposeAeHnn nccaefoBaHuA

CooTBeTCcTBUE NpUHUUNAM 3TUKU

WccnepoBaHme COOTBETCTBOBA/IO 3TUYECKMM HOPMaM Xe/bCUHKCKOW geknapaumu (2013 r.). O6cnegoBaHne NaLMEHTOB C MPUMEHEHWEM FEHOTUMNMPO-
BaHUA 6b110 0406PEHO SI0KA/IbHO-3TUHECKMM KoMuTeTOM GTAOY BO «K®Y nm. B./. BepHaackoro» (MpoTokon N2 8 3acepanus «KomuTeTa o 6uome-
AMLMHCKOWM 3TUKe» oT 27.11.2025 r.), npoBeAeHo ¢ co6/04eHNeM 3TUYECKMX MPUHLMMOB U HaY1eM MHPOPMMPOBAHHOrO COracus Ha obcaesoBaHue.
Bce y4acTHUKM nognucany nucbMeHHOe MHOPMUPOBAHHOE COrlacue Ha y4acTue B UCCe0BaHUN.
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Abstract

Ankylosing spondylitis (AS) is a chronic inflammatory disease characterized by damage to the axial skeleton, peripheral joints and periarticular
apparatus, manifestation of systemic manifestations with predominant involvement of the vascular membrane of the eye, skin with the development
of psoriasis and intestines. AU is characterized by an earlier onset of arterial hypertension (AH), as well as a higher level of cardiovascular risk (CVR)
associated with AH. Endothelial dysfunction as the initial stage of the development of cardiovascular diseases (CVD) can occur due to the activation
of the prohormone renin and high activity of angiotensin (Ang) Il. Ang Il is involved not only in the regulation of blood pressure, but also performs
hematopoietic functions, mainly erythropoiesis and myelopoiesis. Several studies have shown the association of AGTRT (1166A>C) angiotensin Il type
1 receptor polymorphism with hypertension, vasoconstriction, and sodium retention in the body. Therefore, it is potentially important to evaluate
the role of oligonucleotide polymorphism (SNP) A1166C of the AGTRT gene in the clinical manifestation of AS, as well as its significance in the
development of comorbid pathology and the formation of CVR, including hypertension. Aim: to evaluate the effect of the A1166C polymorphism
of the AGTRT gene on the development of comorbid pathology and the formation of CFS, including AH. Materials and methods: The study included
176 patients diagnosed with AS. Genotyping was carried out according to the A1166C polymorphism of the AGTR7 gene by the polymerase chain
reaction method (PCR). The statistical analysis was carried out using the Kruskal-Wallis criterion. Results: Patients with the AA genotype had a higher
BASMI (Bath Ankylosing Spondylitis Metrology Index) (p=0024, p, ,=0.023). CC homozygotes had lower levels of red blood cells (p=0.025, p, ,=0.02)
and hemoglobin (p=0.031, p, ,=0.042), while AA genotypes had lower platelet counts (p=0.0001, p, ,=0.001). Higher glucose levels were recorded in
CC homozygotes (p=0,0001, p,,=0,001, p1’2:0,025), triglycerides — in heterozygotes AC (p=0.038). The highest incidence of enthesitis was recorded
for patients with the CC genotype (p,,=0.006, p=0.015). High incidence of hypertension (p, ,=0.05, p=0.025), dyslipidemia (p, ,=0.012, p, ,=0.006,
p=0.031) was found in heterozygotes of AC. Diabetes mellitus was detected only among patients with the CC genotype (p,,=0.007, p=0.017). Kidney
damage was more often detected in carriers of the A allele (p13=0.015, p2,3=0.004, p=0.023). Statistical differences were found in the frequency of
detection of individual degrees of hypertension (p=0.0001): in heterozygotes of AC — 2 (AA 26 (27.1%); AC 4 (33.3%); CC 14 (24.1%)) and grade 3
(AA 0 (0.0%) versus AC 2 (16.7 %) CC 0 (0.0 %), p, ,<0.001, p, ,=0.004). Conclusion: The obtained results reveal a wide range of functions of the SNP
1166A>C of the AGTRT gene, extending beyond participation in the formation of hypertension, and include the regulation of hematopoiesis, metabolic
parameters, glucose and lipids in particular, and the formation of comorbid pathology in the form of diabetes mellitus, dyslipidemia, kidney pathology
in patients with AS, which determines the potential and feasibility of genotyping patients with AS with the identification of SNPs in order to personalize
approaches to pharmacotherapy of AS and monitoring these indicators in the presence of a risk of developing conditions associated with this SNP.
Key words: ankylosing spondylitis, arterial hypertension, dyslipidemia, metabolic syndrome, angiotensin converting enzyme (ACE), AGTR1, gene
polymorphism, A1166C (rs5186)
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AT — aprepuanbHas runeprensus, AKCCIIA — akcuanbHblil crionpmnoaprput, AII® — anrnorensunnpespauaoumit Gepment, AC — AHKIIO3UPYIOLIL
cronpmmt, B3K — BocnanurensHoro saboneBanns kuiednnka, ICK — remomnoarideckue croosble Kiaetku, JTHK — ne3okcnpnbonykienHoBast KIcnora,
MBC — uuemnyeckas 6omesus cepata, KBP — xapamoBackysipablil puck, IMT — unpgekc Maccl Tena, JIIIBIT — nmumonpoTenHsl BbICOKON IIOTHOCTH,
JIITHIT — numonporenHbl HU3Koi nnoTHocTy, HIIBIT — HecTeponHble MpOTUBOBOCHAUTENbHbIE Ipenaparhl, HIIBII-racTpomaTus — racTpomaTus, acco-
yposatHas ¢ npuemom HIIBII, HII® — nayusno-nponssopcrsentas ¢upma, MKB — ModekamerHast 60mestp, OHIT — ol1MroHyK/Ie0THIHBLI HOMUMOP-
uam, [P — no/mmepasHoit terHoii peakiyn, PAAC — peHIH-aHIMOTeH3MH-a/IbA0CTepoHoBast crcteMa, CPb — C-peakTusHblit 6eoK, CI2 — caxapHbiit
nmaber 2 tuna, CO9 — cxopocts oceanms apurporuros, CC3 — cepaedro-cocymuctoie 3a6oneans, CiA — crionamaoaprput, S — sHuoTe/maIbHas
nucohynkuyst, ABXK/SBAIIK — ssBennas 601e3Hb xenysKa / ABeHaaatunepcroit kumku, AGTRI — penentop anrnorensusa II 1-ro tuna, Ang I — an-
ruorensuH II, ASAS (Assessment of SpondyloArthritis International Society) — MexxayHapoHOe 061IeCTBO 110 U3y4eHNIo Cionanoaprpuros, ASDAS-CRP
(Ankylosing Spondylitis Disease Activity Score) — unpexc aktusHoctu AC ¢ pacyerom CPB, BASDAI (Bath AS Disease Activity Index) — urpexc akTuBHOCTI
AC, BASMI (Bath AS Metrology Index) — unpexc HapyureHmii AByoKeHnuit B nossoHounuke mpu AC, HLA B27 — Human Leucocyte Antigen B27, MAPK —
MUTOreH-aKTUBMpYeMast nporenHkuHasa, VEGF (Vascular endothelial growth factor) — daxropa pocra sugorems cocynos, VEGFR2 — peuenrop VEGF

Beepenue

Anxmnosupytommit cioagwmt (AC) — 9To XpoHude-
CKOe peBMaTH4ecKoe 3aboreBaHie, XapaKTepU3yoleecs
PasBUTMEM BOCIAIUTEIBHOTO MPOLecca B CyCTaBaX aKCHU-
aJIPHOTO 1 NepudepuIecKoro cKeleTa i B IepuapTUKYIIAP-
HBIX CTPYKTYpax M CUCTEMHBIMM NIPOSIBTIEHNUSIMH, CBSI3aH-
HBIMJ € HOpaXXKeHMeM COCYLUCTON 000IOYKY IIa3a TAKUMU
KaK YBEUTBI U MPUAOLMKINTBI, KOXI B BHUJe IICOpMasa
M BOCIIAJIUTENbHBIMU 3a00/I€BaHMAMM KuiledHnka. [1,2].
Kimuanyeckas manudecranua AC cBA3aHa ¢ BOCIIAINTEb-
HOI1 6OJIBIO B CITMHE 1 [TOCTEIIEHHBIM IPOrPecCHpOBaHIEM
HeOOPaTMMOrO OTPAaHNYEHUS TIOJBVDKHOCTY B MO3BOHOY-
HUIKe 33 CYeT aHKII03MpoBaHus [3].

Ins AC xapakrtepeH 6oree paHHMII feOIOT apTepuab-
Hot runieprensun (AT), a Taxke accouuupoBanHblit ¢ AT
Ooree BBICOKMIT YPOBEHb KapAUOBACKYIAPHOTO pPUCKA
(KBP) [2, 3]. AT oTHOCUTCA K IIOINTEHHBIM COCTOSHUAM
Yl BO3HMKAET M3-3a B3aMMOJIEVICTBIUS CPEJIOBBIX 1 TeHEeTHYe-
CKMX IIPEIVKTOPOB B COYETAHNN C AIIMTEeHeTNIeCKUMM (hak-
Topamn. PeHUH-aHTMOTEH3NMH-A/b/JOCTEPOHOBAsT CHUCTEMA
(PAAC) mpegncTaBisier co60I1 CITOXXHBII MHOTOYPOBHEBBIIT
MeXaHM3M, PETYIUPYIOLNIT COCYANUCTBI TOHYC, MeTabomu-
YeCKUIT TOMeOCTas3, BOJHO-3TIEKTPOTUTHBII OanaHc [4].

SuporenuanvHasn puchyukiys (9]I) xapakrepnsyercs
Ba30KOHCTPUKTOPHBIMY, IIPOAAre3UBHBIMY, IPOTPOMOO-
TUYECKIMU, TPO/NEPaTUBHBIMU U IIPOBOCITATNTENBHBIMI
mporeccamy, HOTEHIMUPYIOIIMMI aTEPOCKIEPOTUIECKOe
NOBPEXJIEHNME, SB/AACH HAYATBHBIM STAIIOM B PasBUTUU
cepievHO-cocyaucThIX 3abonesanmit (CC3) [5]. B wacTHO-
ctu, ipu AT O], nprBoAsiLIas K CHI>KEHUIO TOCTYIHOCTH
NO, Hapy1IaeT 3HZOTE/NII-3aBUCHMYIO Ba3OAMIATALINIO [6].

S MOXXeT BO3HMKATh BC/IEACTBUE aKTMBAL[MN pelell-
TOpOB nporopmoHa pennsa ((Pro)renin receptor — PRR)
U BBICOKOJI aKTMBHOCTY aHruoTensuHa (Ang) II [7]. Penun
MOKeT B3ammopeiictBoBaTb ¢ PRR, ctumymmpya PAAC,
Kata/msupys nponykumio Ang I [8], 4To BbI3BIBaeT akTu-
BAIMIO CUTHA/IBHBIX IyTell MUTOI€H-aKTUBUPYEMOIl IIPO-
tenHkuuasosl (MAPK) [9] onocpenosanno ¢ V-AT®asoit,
u perymanuio myt Wnt/B-xarenns [10].

B mccmenoBaHmsx, HaIpaB/IeHHBIX HA M3YYeHUE BOC-
CTAQHOBJICHNUS COCYROB OBIIO BBIABIEHO, 4T0 Ang II ycunu-
BaeT QHIMOTeHHble (PYHKIUN KIeTOK-IIPEIIeCTBEHHIKOB,
YTO B 3HAYNUTEIHHOI CTEIEHN 0OYC/IOBIEHO IOBBIIEHNEM
ypoBHsA dakropa pocrta sugoTenus cocynos (VEGF — vas-
cular endothelial growth factor) n ero penenropa VEGFR2.
[ToBbllIeHe TIPOHNUIIAEMOCTY COCYHOB IIOH HEICTBIEM
Ang II n VEGF MoxeT cTuMynMpoBaThb TPAaHCMUTPAIUIO
K/IETOK-TIPEILIECTBEHHNKOB B IOBPEX/EHHbIE 007acTI,

YTO CIIOCOOCTBYET aKTUBAILUM IIPOLIECCOB COCYAUCTOI pe-
mapanyu [11].

OpnHOBpeMeHHO TOBbIIIEHHAA aKTUBHOCTb OCH aHTHO-
TeH3uHIpeBpawaouuii pepment (AIID) / AngII/ AGT1R
(angiotensin II Type I Receptor (AGT1R) — penenrop aH-
ruoTensuHa II 1-ro Tma) yXypiraeT cepaeaHoO-COCYAUCTO.
BOCCTaHOBJIEH)ME ¥ IIOCTHATAJbHbBI BAaCKYJIOTeHEe3, II0
KpalfHell Mepe YaCTUYHO, 3a CYeT OCTab/IeHNsI perapaTus-
HBIX (DYHKIMII K/IETOK-TIPeNIIeCTBEHHUKOB. AKTMBAIVIA
AGT1P runeprensuBHbIMU KOoHIeHTpanyAMy Ang II can-
»Kaja KOM4YeCTBO IMPKYIMPYIOMIMX IPOreHUTOPHBIX Kle-
TOK Ha MOJe/IM MBIIIeil B 9KCIIepUMEeHTe 1 0Cnmabysiia ux
(GYHKLUY, CBSI3AHHBIX C COCYAUCTBIM BOCCTAHOBJICHUEM,
YTO NMPMUBOAUT K MOBPEXK/IEHNIO SHAOTENNA U HapyLIEHNIO
COCYIMCTOII pereHepauny [12].

VnrepecHo, uro Ang Il yyacTByeT He TONBKO B pery-
JAIMU apTepUAIbHOTO JIAaB/IeHNs, HO 1 BBIIOMHAET TeMO-
Ho3TNYeckre (QYHKIUM, B OCHOBHOM 9PUTPOIO33 U MIU-
/10110393, YTO ObIIO IIPOAEMOHCTPUPOBAHO C IOMOIIBIO
6/10KaTOpOB PeIeNTOPOB AHTMOTEH3MHA in Vvitro wiu Ha
MBIIIHON MOJE/IN TeHeTUYEeCKOro AeuIfNTa aHTMOTEeH-
suHIpespaaniero ¢pepmenra (AIID) [13, 14, 15]. ATID
HeoOXOfUM J/Is1 HOPMa/IbHOT'O KPOBETBOPEHNA, a MHIUOU-
Topsl AII® nosblmaoT puck anemun [16].

Takum o6pasoM, M3ydeHMe IeHa peleNnTopa K aHTH-
orensuny II 1 tuma AGTRI nMeeT Ba)KHOe 3HaYeHNUE IS
olleHKM BeposATHOCTM pasButua Al y manuentoB ¢ AC,
B TOM YNCJIe 33 CUeT y4acTusA B BACKy/IOTeHe3e U IeMOIIo-
33e. HecKonmpKo mccnenoBanmii MoKasamm CBA3b IMOMMOP-
¢usma rena AGTRI (1166A>C, rs5186) ¢ Al, Ba3sokoH-
CTPUKIIVETT ¥ 3afIep>KKOJT HaTpus B opranusme [17, 18].

CrefoBaTe/IbHO, NOTEHIMAILHO Ba)KHO OLEHUTb POJIb
nommop¢usma A1166C rena AGTRI B KIMHUYECKON Ma-
Hudecramym AC, a TakKe ero 3Ha4eHMe B pa3BUTUI KOMOP-
6upHoIt natonorun n popmuposanvu KBP, Bkouast AT

ITens MccnemoBaHMA: OLEHUTD BIVAHNE IOMNMOPdU3-
ma A1166C rena AGTRI Ha pasBuTyie KOMOPOUIHOI IaTO-
norvm u popmuposanue KBP, Bxmouas AT.

Marepuanbl 1 METOABI

B mccnegoBanne BKIOYEHO 176 NalyeHTOB C yCTaHOB-
7eHHbIM inarHo3oM AC, TOCIIUTaIM3MPOBAHHBIX B PEBMa-
TOJIOTMYeCKOe OT/AeNeHre [0Cy[apCTBEHHOTO GIOIKeTHOTO
yupexzieHns 3fpaBooxpanenus Pecrry6omku Kpoim «Pecrry-
OmKaHCcKas KinHndeckast 6ompamna M. H.A. Cemamixo, T.
Cumdeporons. 3abop 6monorndeckoro Marepuana (1jebHast
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KPOBb) IIPOU3BOAWIACH Y BCEX ITAIVIEHTOB IIPK IIOCTYILIe-
Hyy. [TanmeHTs ObUIM BK/IIOYEHBI B MCCIEAYEMYIO TPYII-
Iy TIpM HaJIM4YMU HOATBEP>KHEHHOro 3aboneBaHus «AC».
Kpurepun BKMOUeHUA: BO3pacT 18-55 j1eT, cTalMoHapHbIe
U aMOynaTopHble MalMeHThl ¢ BepuuuuposanHbiM AC,
COOTBETCTBYIOIIEe MOAMUGUIVIPOBAHHBIM HbIO-IOPKCKIM
KpuTepuaM 1984 roga u KmaccuprKanOHHbIM KPUTEPUAM
rpymbl 9kcrepToB ASAS (Assessment of SpondyloArthritis
International Society) 2009 roga, IpoOJO/DKUTETBHOCTD CYM-
ITOMOB Ha MOMEHT BK/II04YeHNs 10 20 71eT, MHPOPMUPOBaH-
HOe coryacue, IIo3UTUBHOCTD 110 Human Leucocyte Antigen
(HLA) B27. Kpurtepun HeBK/IIOUEHUs: OTCYTCTBUE NHDOP-
MMPOBAHHOTI'O COITIACKsA, BO3PACT [0 18 et u crapiue 55 e,
IIPOJO/DKUTENIBHOCTD CMMIITOMOB Ha MOMEHT BKJIIOYEHIIS
6oree 20 yeT, XpOHMYECKAsl TETOYHO-CEPAEIHAS HELOCTa-
touHoctb III crapum, xpoHudeckas 6omesHb nodex V cra-
[uy, TIeYeHOYHAsI HEOCTaTOYHOCTD AE€KOMIIEHCHMPOBAHHAs,
OCTpbIe MY XPOHMYECKUE MHPEKINY, OHKOMOTMIECKIe 3a-
6orneBaHus, HeraTuBHOCTH 10 HLA-B27.

Mubopmanya o COMyTCTBYIOUIMX 3a00/IeBaHIAX Obla
U3BJIeYeHa U3 MEAMIMHCKUX JJOKYMEHTOB IaLlM€HTOB, KO-
TOpBIe GBIV TOCIUTAIM3MPOBAHBI PaHee 1 IMEIT aMOy/Ia-
TOpHbIE KapThl.

Ta6nuya 1. Knunuko-nabopamopHas xapaxmepucmuxa
NayUeHmos ¢ AHKUIO3UPYIOULUM CHOHOUIUINOM

Cpeau MaInueHTOB, BKIIOYEHHBIX B JCCIENOBaHIUE,
IpeBaMpoOBaIN MALMEHTh MYyXCcKoro moma 115 (65,3 %),
cpenmHuUil Bodpact coctasun — 44 [38; 49] ropa, mpopgon-
KuTenbHOCTh AC Ha MOMEHT BK/IIOYEHMs B MCC/IEIOBa-
Hue — 11 [8; 20] mer. VIHgeKc Macchl Telna B L€/IOM ObLI
Ha YpOBHe M30BITOYHOI Macchl Tela — 26,1 [24; 30] xr/m>
[TanyeHTb! B CpeflHEM MMENM BBICOKYIO aKTMBHOCTb AC
nmo BASDAI 7,4 [6,8; 7,9] u ASDAS-CRP 4,2 [3,8; 4,5]
U yMepeHHble (YHKIVOHA/IbHble HapyumeHus nmo BASMI
4,0(3,0;6,0].ITo zaHHBIM K/TMHIYECKOT O aHATN3aKPOBUITOKA-
3aTenu remornobuna (141,0 [128,0; 151,0] r/n), 1eiiKonuToB
(7,1[5,45;8,82] x10°/n), sapurpouuros (4,7 [4,3; 5,1] x10'/1)
n Tpomborutos (273,0 [231,5; 312,0] x10°/1) cooTBeTCTBO-
BaJI HOPMATUBHBIM 3HAUEHNAM, B TO BpeMsA KaK 3HaUCHNA
C03(20,5[10,0;29,5] mm/4) u CPE (6,65 [2,85; 14,65] mr/i1)
IIpeBBbIIIaNy pedepeHCHBI AranasoH. V3 MeTabomudeckux
IIOKa3aresieil OTMeYasIoCh IOBbIIIEHIE YPOBHS XONMeCTep-
Ha 5,6 [4,6; 6,3] mmonb/n u JITTHII 3,4 [2,7; 4,0] MmMonb/m.
3uauenus JIIIBII, Tpurimuepupos, ITIOKO3bI, MO4YEBOI
KIC/IOTBI, KpeaTHHIHA, MOYEBIHBI, XKele3bl He BBIXOAVIIN
3a mpepenbl pedepeHcHbIX. KnmHuko-naboparopHas xa-
PaKTepUCTUKaA ITAlMIEHTOB, BK/IIOYEHHBIX B MCCTIETOBaHUE
mpencrasieHa B Tabmuue 1 (Tabn. 1 — ganee).

Table 1. Clinical and laboratory characteristics of patients
with ankylosing spondylitis

HaHI/IeHTbI C AHKMIO3NPYHOIIVM

Patients with ankylosing

Tpusnaxu cnongunuTom (n=176)

Myx. abc (%) 115 (65,3)
ITon

XKen. abc. (%) 61 (34,7)
Bospacr, HOTHbIX JIeT 44 [38;49]
Crax 3a0071€eBaHU S, IOTHBIX €T 11 [8; 20]
VIMT, kr/m 26,1 [24; 30]
BASDAI 7,4 [6,8; 7,9]
ASDAS-CRP 4,2 [3,8; 4,5]
BASMI 4,0 [3,0; 6,0]

Characteristics spondylitis (n=176)

Male, abs. (%) 115 (65,3)
Gender

Female, abs. (%) 61 (34,7)
Age, full years 44 [38; 49]
Duration of the disease, full years 11 [8;20]
BMI, kg/m? 26,1 [24; 30]
BASDAI 7,4 (6,8; 7,9]
ASDAS-CRP 4,2 [3,8; 4,465]
BASMI 4,0 [3,0; 6,0]

Temorno6uH, r/n
Jetikouutsl, X10°/11
Apurpouutsl, x10'%/1
Tpomborursr, x10°/1
CO3, mm/4

CPbB, mr/n

XosecTepyH, MMOJIb/TT
JITTHII, mMonb/n

JITIBII, MMonb/1
Tpurnuuepusl, MMONb/I
I'mroxo3a, MMOJb/1
MoueBas K1cn1oTa, MKMOJb/JT
KpeaTunuH, MKMOZb/I
MoueBnHa, MMOJIB/TT

JKeneso, MKMOb/1

141,0 [128,0; 151,0]
7,1 [5,45; 8,82]
4,655 [4,3; 5,1]

273,0 [231,5; 312,0]
20,5 [10,0; 29,5]

6,65 [2,85; 14,65]
5,6 [4,6; 6,32]
3,425 [2,67; 3,995]
1,5 [1,28; 1,8]
1,24 [0,89; 1,715
5,1 [4,5; 5,68]

307,0 [242,0: 422,5]
81,0 [70,4; 91,5]
5,01 [4,2; 5,94]
14,9 [11,3; 20,5]

Haemoglobin, g/1
White blood cells, x10°/1
Red blood cells, x10'%/1
Platelets, x10°/1

ESR, mm/h

CRP, mg/1

Cholesterol, mmol/l
LDL, mmol/l

HDL, mmol/l
Triglycerides, mmol/l
Glucose, mmol/l

Uric acid, memol/l
Creatinine, mcmol/l
Urea, mmol/l

Iron, mmol/l

141,0 [128,0; 151,0]
7,1 [5,45; 8,82]
4,655 [4,3; 5,1]

273,0 [231,5; 312,0]
20,5 [10,0; 29,5]

6,65 [2,85; 14,65]
5,6 [4,6; 6,32
3,425 [2,67; 3,995]
1,5 [1,28; 1,8]
1,24 [0,89; 1,715
5,1 [4,5; 5,68]

307,0 [242,0: 422,5]
81,0 [70,4; 91,5]
5,01 [4,2; 5,94]
14,9 [11,3; 20,5]

TIpumevanus: Auknnosupyiomuii cionnnut — AC, unjexc macco rena — VIMT,
Bath AS Disease Activity Index — BASDAI, Ankylosing Spondylitis Disease Activity
Score ¢ pacuerom CPB — ASDAS-CRP, Bath AS Metrology Index — BASMI, ckopoctb
ocenanns spurpountos — COI, C-peaktuBHblit 6eok — CPB, mumonporennst
Huskoit nnornoctn — JIITHIL, nunonpoTtenubt Bhicokoit mnoTHoctr — JITIBIIL.

Notes: Ankylosing spondylitis — AS, Body Mass Index — BMI, Bath AS Disease
Activity Index — BASDAI, Ankylosing Spondylitis Disease Activity Score with
calculation of CRP — ASDAS-CRP, Bath AS Metrology Index — BASMI, erythrocyte
sedimentation Rate — ESR, C-reactive protein — CRP, low-density lipoproteins — LDL,
high-density lipoproteins — HDL
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Y 6osbutert yacTy manueHToB 3adukcuposana Il penrt-
renonorndeckasa (PT) cragua AC (108 (61,4 %)), III — 30
(17,0%), IV — 34 (19,3 %). PT-usmenenns tazobeqpeHHbIX
cycraBoB He 3aukcuposanst y 30 (17,0%), I PI-cragus —
y44(25,0%),11— 74 (42,1 %),111—26 (14,8 %),IV—2(1,1 %).
BHeakcmanpHble IIPOSIBNIEHVS IPECTABIEHBl apPTPUTOM
(156 (88,6 %)), autesutom (100 (56,8 %)), peske — TaKTUIIN-
oM (4 (2,3%)). CHOHAMINT KaK IpOsIB/IEHNE TIO3/THET KN~
Hyyeckolt cragyu AC saduxcnposat y 54 (30,7 %). BHecke-
JIeTHBIE TIPOSIBIICHNA BCTPpedamich y 40 (22,7 %) MaleHToB,
npeobnagany nopaxenns a3 (30 (17,0 %)) B Bupe yBen-
ta (20 (11,4%)), pexe ompenernsincs ncopuas (18 (10,2 %)
U BOCIIa/iuTenbHoe 3aboneBanne kuirednuka (6 (3,4 %)).

Knuanyeckass XapaKTepUCTUKA MAIMEHTOB B 3aBH-
CUMOCTV OT TPOSIBJIEHVsI M TE€YeHMs aHKUIO3UPYIOLIETro
CIIOHAMINTA TpeficTaBaeHa B Tabnuie 2.

V3 KOMOpOUAHON MATOMOTMH, ACCOLMMUPOBAHHON
¢ KBP, ormeuanach Hanb6onblas 4acToTa JUCTUIIUIEMUN —
90 (51,1 %) manuenTos, AI' — 60 (34,1%) ¢ npeBanupo-
BaumeMm II cragum (34 (19,3%)), 2 crenenu (44 (25,0%)),
pucka 3 (44 (25,0 %)), oxxupenns 38 (21,6 %) u runepypu-
kemuu 20 (11,4 %). Yacrora 3abonesanumit JKKT cocraBu-
ma 30 (17,0 %) marmeHTOB C OXMAaeMbIM IIpeobIagaHmneM
HIIBII-racrponaruu 18 (10,2 %).

Knunnyeckass XapakTepucTiKa MAlMeHTOB B 3aBUCH-
MOCTH OT KOMOPOMIHOIT IATOTOTMY MALMEHTOB C aHKWJIO-
3MPYIOLVM CHOH[VUINTOM IIpeficTaBiena B Tabmume 3.

VlccnemoBaHue mpoBOAMIOCH Ha 6ase 1[eHTpa KOJJIEK-
TYBHOTO II0/Ib30BaHI HAYYHOTO 060opynoBanms «Moexy-
nsapHas 6uonorus» PrAOY BO «KOY nm. B.J. Beprapcko-
ro». VI3 ienpHOI KpoBu marmeHToB ¢ AC OblTa IpoBefeHa
9KCTpaKumsa He30KcupuboHykaenHosoi Kucnorel (JHK)

Ta6nuua 2. Knunuueckas xapakmepucmuka 6 3a6UCUMocu

0 NPOA6IEHUTI AHKUNOZUPYIOU,e20 CHOHOUIUMA

¢ ucnonb3oBaHmeM Habopa «THK-skcmpecc kpoBb» 0T Ha-
yuHo-1mipousBopcTBeHHoit ¢upmbl (HIID) «JIntex» (Poc-
CMsA) B COOTBETCTBUY C MHCTPYKIMEN IpousBogutens. s
anammsa nomumopgusma A1166C rena AGTRI npumensi-
JUCDh ajIenb-crienuduyeckue HaOOPBI /I IPOBENEHUS
nonumepasnoit nenxoit peakyyu (ITLIP) or HII® «JIutex»
u3 Poccun. [letekuus NPORYKTOB aMIUpUKALUU OCY-
I[eCTB/IATIACh Yepe3 TOPU3OHTANIbHBI 3/MeKTpodope3 Ha
3%-HOM arapo3HOM rejie.

ViccnenoBanne COOTBETCTBOBANO 3TUYECKUMM HOPMaM
XenbcuHKcKoM mekmapaunn (2013 r.). O6cnenoBanne ma-
[[IEHTOB C IPMMEHeHNeM TeHOTUIIMPOBAHMs OBUIO OffO-
OpeHO JIOKaIbHBIM 3THYeCKUM KoMuteToM PenepanbHOro
rOCY/JapCTBEHHOTO AaBTOHOMHOTO 00pa3oBaTe/lbHOIO yd-
pexpeHus Boicirero obpasosanus «Kpbeivcknit denepans-
HblI yHUBepcuteT uM. B.J. Bepuanckoro» (OPIAOY BO
«K®Y nm. B.J. Beprapckoro») (IIpotokon Ne 8 3acemanns
«Komurera o 6momequinmHckoit atuke» ot 27.11.2025 1.),
IIPOBEICHO C COOMIOIeHeM 3TUYeCKMX IIPUHLUIIOB 1 Ha-
nndneM MHGPOPMUPOBAHHOTO COIACKsI HA 00C/IeOBaHNe.
Bce yyacTHUKM mofmMcany NucbMeHHOe NHGOPMUPOBAH-
HO€ COIJIacle Ha Y9acTye B VICC/IeJOBaHNUM.

JlaHHbIe 6BUIM ITPOAHAM3UPOBAHBI C UCIIONb30BAHIEM
nakerta nporpaMm IBM SPSS Statistics 27. [lna nposepkn
HOPMa/IbHOCTH pacIpefe/ieHns KOMM4eCTBEHHbIX IOKa3a-
Tenent ucnonbsoBancsa Tect Ianmpo-Yuuka. Ina cpasHe-
HyA rpymnn 6pu1 BeOpaH Kputepuit Kpackena — Yommuca.
CrarucTryeckast 3Ha4MMOCTD ObI/Ia YCTAHOB/IEHA HA YPOBHE
meHee 0,05. [l aHanM3a 9acTOThI Ka4eCTBEHHBIX IIPM3HA-
KOB IMpUMeHAMNCh TecT X2 ITnpcona mmm kpurepmit Guinepa.
HopwmanbHoe pacnpepenenne cuutanoch npu p=0,1 B cimy-
yae ncnonb3oBanusa Kkpureprss W Konmmoroposa-CymupHoOBa.

Table 2. Clinical characteristics of patients
with ankylosing spondylitis

ITaueHTHI C AHKUITO3M-
PYOLIUM CIIOHAMINTOM
(n=176)

IIpusnaku

AS

Characteristics (n=176)

Sacroiliitis, the X-ray stage

CaKPOI/IHI/II/IT, PeHTreHOHOrVI‘{eCKaH cragnuAa
-1 0
-1 108 (61,4 %)
-TII 30 (17,0 %)
.\ 34 (19,3 %)

KOKCI/IT, peHTreHonoquecan{ cragusa
-0 30 (17,0 %)
-1 44 (25,0%)
-1 74 (42,1 %)
-TII 26 (14,8 %)

1V 2 (1,1%)
Aprpur 156 (88,6 %)
DHTE3NT 100 (56,8 %)
HakTunut 4 (2,3%)
CHoOHIUIUT 54 (30,7 %)

BHecKeeTHbIE IPOSABICHMA 40 (22,7 %)

ITopaskenns rmna3 30 (17,0 %)
- yBenut 20 (11,4 %)
— MPUAOIMKIIUT 6 (3,4 %)
— SMUCKTIEPUT 4(2,3%)

Icopuas 18 (10,2 %)

BocnanurenbHoe 3a601eBaHme KMIIEYHNKA 6 (3,4 %)

-1 0

-1 108 (61,4 %)
-1 30 (17,0 %)
-1V 34(19,3 %)

Coxitis, the X-ray stage

-0 30 (17,0 %)
-1 44 (25,0 %)
_1I 74 (42,1 %)
=111 26 (14,8 %)
-1V 2 (1,1 %)
Arthritis 156 (88,6 %)
Enthesitis 100 (56,8 %)
Dactylitis 4(2,3%)
Spondylitis 54 (30,7 %)

Extraskeletal manifestations 40 (22,7 %)

Eye lesions 30 (17,0 %)
- uveitis 20 (11,4 %)
- iridocyclitis 6 (3,4 %)
- episcleritis 4 (2,3%)

Psoriasis 18 (10,2 %)

Inflammatory bowel disease 6(3,4%)
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OPUTMHAABHBIE CTATHU

Tabnuua 3. Knunuveckas xapakmepucmuka
8 3A8UCUMOCIU 01 KOMOPOUOHOLI NAMONIOZUU Y NAUUEHIN08
€ AHKUNIO3UPYIOUSUM CHOHOUNIUMOM

Table 3. Comorbidities in patients with ankylosing
spondylitis

IIpusnakn

ITanmeHTHI C AHKUTO3M-
PYROLIUM CIIOHMINTOM
(n=176)

ApTrepuanpHas runepreHsus, ade. (%)
- cragus
-1, a6¢. (%)
-2,a6¢. (%)
- 3, a6c. (%)
— CTeleHun
-1, a6c¢. (%)
-2, a6¢. (%)
-3, a6c¢. (%)
- pucKu
-1, a6¢. (%)
-2, a6¢. (%)
-3, a6c¢. (%)
-4, a6c. (%)

Iucnunupemus, abe. (%)
Caxapublii suaber, a6e. (%)
MBC, abc. (%)
T'unepypuxemus, abe. (%)
IToparpa, a6c¢. (%)

3abonesanns XXKKT, a6c. (%)
- HIIBII-racrpomarus, abe. (%)
- DposuBHas racTponarus, abe. (%)
- ABX/ABIIIK, a6c. (%)
- T'9PB, abc¢. (%)

3aboneBanns moyvek, abe. (%)
- Xpounyecknii nuenonedpur, abe. (%)
- MouekaMeHHas 601e3Hb, abc. (%)

Ocreomnopos, abc. (%)

Osxnpenue, abe. (%)

- 1 cremnenp, abc. (%)

- 2 cTeneHb, abc. (%)

- 3 cremnenb, abce. (%)
V36pITOYHAs Macca Tena, abe. (%)
Iednunut Maccer Tena, abe. (%)

Kypenune, abc. (%)

n=60 (34,1 %)

16 (10,8 %)
34 (19,3 %)
10 (5,7 %)

14 (8,0 %)
44 (25,0 %)
2(1,1%)

0 (0,0 %)
8 (4,5 %)
44 (25,0%)
8 (4,5%)

90 (51,1 %)
4(2,3%)
6 (3,4%)

20 (11,4%)
6 (3,4%)

n=30 (17,0 %)
18 (10,2 %)
12 (6,8 %)
2(1,1%)
2(1,1%)

n=12 (6,8 %)
6(3,4%)
6 (3,4%)

6(3,4%)

n=38 (21,6 %)
26 (14,8 %)
12 (6,8 %)
0 (0,0 %)
44 (25,0%)
2(1,1%)

18 (10,2 %)

Patients with anky-
Comorbidities losing spondylitis
(n=176)
Arterial hypertension, abs. (%) n=60 (34,1 %)
- stage
— 1, abs. (%) 16 (10,8 %)
-2, abs. (%) 34 (19,3 %)
-3, abs. (%) 10 (5,7 %)
- degree
-1, abs. (%) 14 (8,0 %)
-2, abs. (%) 44 (25,0 %)
- 3, abs. (%) 2 (1,1%)
- risk
-1, abs. (%) 0 (0,0%)
-2, abs. (%) 8 (4,5%)
-3, abs. (%) 44 (25,0 %)
-4, abs. (%) 8 (4,5%)
Dyslipidemia, abs. (%) 90 (51,1 %)
Diabetes mellitus, abs. (%) 4(2,3%)
Coronary heart disease, abs. (%) 6 (3,4%)
Hyperuricemia, abs. (%) 20 (11,4 %)
Gout, abs. (%) 6 (3,4 %)

Gastrointestinal diseases, abs. (%)
- NSAID-gastropathy, abs. (%)
- Erosive gastropathy, abs. (%)

n=30 (17,0 %)
18 (10,2 %)

0,
- GOUT/GOUT, abs. (%) 12(6,8%)
- Gastroesophageal reflux disease 2 (L1%)
phag ’ 2(1,1%)

abs. (%)
Kidney diseases, abs. (%)

n=12 (6,8 %)

— Chronic pyelonephritis, abs. (%) 6 (3,4 %)

- Urolithiasis, abs. (%) 6 (3,4 %)
Osteoporosis, abs. (%) 6 (3,4 %)
Obesity, abs. (%) n=38 (21,6 %)

- Ist degree, abs. (%) 26 (14,8 %)

- 2nd degree, abs. (%) 12 (6,8 %)

- 3rd degree, abs. (%) 0 (0,0 %)
Overweight, abs. (%) 44 (25,0 %)
Body weight deficiency, abs. (%) 2 (1,1%)

Smoking, abs. (%)

18 (10,2 %)

IIpumevanua: AHKuIo3upyomuit ciouanmut — AC, niemndeckas 60/1e3Hb cepALa —

UBC, racrponarus, accouunposannas ¢ npuemom HITBIT — HIIBII-racrponarus, s3BenHas

6onesub xenyaka / geHaguarunepcraoi kumku — ABXK/AB/IIK, racrpossodareansuas
pedrokcras 6onesup — I'IPB.

PesyabpTrarhl nccaepoBaHUS

VY manueHToB ¢ reHOTUIIOM AA BBISIBJIEH 00jiee BBICO-
K1t mokasarenb BASMI 1o cpaBHeHNIO ¢ HOCUTENAMH aJl-
nemst C (AA 5,0 [4,0; 6,0]; AC 3,0 [3,0; 7,0]; CC 4,0 [3,0; 5,0],
p=0,024, p ,=0,023). OBHOBPEeMEHHO Y HOCUTEIEN aUTeNs
CC B romMo3urore OTMevamich TOCTOBEPHO Oomee HU3KueE
ypoBHU aputpountoB (AA 4,7 [4,3; 5,12] x10'*/m; AC 5,29
[4,63; 5,6] x10'*/;m; CC 4,57 [4,38; 4,93] x10 '*/11, p=0,025,
p2,3:0,02) u remornobuna (AA 143 [128; 152] r/m; AC 150
[141; 153] r/m; CC 140 [126; 143] r/1, p=0,031, p2)3:0,042),
a y romosuror AA — Tpomborutos (AA 252 [223; 297]
x10°/m; AC 282 [236; 338] x10°/m; CC 283 [254;333] x10°/m,
p=0,0001, p .=0,001). Vi3 meTabonmueckux nokasaresneii
y Hocuteneit amtens C peructpupoBanach 60/mplnas KOH-
LeHTpanys rmokossl (AA 4,8 [4,36; 5,4] mmons/m; AC 5,4
[5,1; 5,95] mmons/n; CC 5,4 [4,9; 5,8] mmons/n, p=0,0001,

p,,=0,001, p ,=0,025), y rereposuror AC — Tpurnuuepu-
nos (AA 1,3 [0,9, 1,7] mmonb/n; AC 1,5 [1,0; 4,1] Mmmonb/i;
CC 0,9 [0,8; 1,2] mmonb/n, p=0,038). [l Apyrux KIMHU-
KO-71a00paTOPHBIX IIOKa3aTesIell CTaTUCTUIeCKI 3HAYMMBIX
pasnuunii He 3adukcupoBaHo (Tabm. 4).

[TarmenTsl ¢ reHorunoM AC uMeny HaMMEHbBUIYIO
YacTOTY 9HTE3UTOB, HaMOOJIbILIAsA YacTOTa SHTE3UTOB —
3aperucTpupoBaHa [y ManueHToB ¢ reHorunom CC
(AA 56 (53,8%); AC 4 (28,6 %); CC 40 (69,0 %), p, ,=0,006,
p=0,015). OTHOCKUTENIbHO APYIUX BHEAKCUAJIbHBIX IIPO-
ABJICHUI Y CTIOHIVINTOB CTaTUMCTUYECKUX pasInduil mpu
CpaBHEHUM IeHOTUIIOB He BblsABieHO (Tabm. 5). Cratuctu-
YeCKJ 3HAYVMMBIX Pa3IIuii B IPYIax CpPaBHEHUA OTHOCK-
TEIbHO PEHTI€HOJIOTMYeCKUX CTa/{UI CAaKpOUINUTA U KOK-
cura M BHecKeneTHoOU MaHudectanuyu AC He BBLABICHO

(Tabn. 5).
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Ta6nuya 4. Cpastenue KTUHUKO-TAO0PAMOPHBLX noKa3amenetl y NAUUEHMOE ¢ AHKUTOZUPYIOULUM CHOHOUTIUMOM

u pasnuunvimu eapuanmamu OHIT A1166C eena AGTRI

Bapuanrer nonumopdnsma AGTRI A-1166C

IToxasaTenn P
AA (n=104) | AC (n=14) CC (n=58)
Bospacr, niet 43,0 [39,0-49,0] 46,0 [36,0-50,0] 44,0 [37,0-48,0] >0,05
Ilon Myx., abc. (%) 8 (57,1 %) 50 (67,6 %) 56 (63,6 %)
Kew., abe. (%) 6 (42,9 %) 24 (32,4 %) 32 (36,4 %) 7005
Crax 3a0071€eBaHNA, JIEeT 11,0 [8,5; 18,0] 10,0 [5,0; 30,0] 13 [8,0;20,0] >0,05
BASDAI 7,4 16,8; 7,8] 7,7 [7,4; 8,0] 7,4 6,8; 7,8] >0,05
ASDAS-CRP 4,2 [3,8;4,5] 3,9 [3,47; 4,6) 4,08 [3,8;4,4] >0,05
BASMI 5,0 [4,0; 6,0] 3,0 [3,0; 7,0] 4,0 [3,0; 5,0] 0,024
p,,=0,023
UMT, kr/m2 26,8 [24,0; 31,6] 29,0 [25,25; 31,7] 25,7 [24,0; 28,1] >0,05
Jleitxorusr, xX10°/1 6,86 [5,5; 8,81] 7,62 [6,49; 9,6] 7,6 [5,3; 8,69] >0,05
Spurpountsi, x10 /1 4,7 [4,3; 5,12] 5,29 [4,63; 5,6] 4,57 [4,38; 4,93] P=0,025
p,,=0,02
Tpom6oruTeI, X10°/1 252 [223; 297] 282 [236; 338] 283 [254; 333] p=0,0001
p,,=0.001
Temorno6us, r/1 143 [128; 152] 150 [141; 153] 140 [126; 143] p=0,031
p,,=0,042
CO3, mm/a 20 [10; 29] 27 [4; 36] 20 [10; 30] >0,05
CPb, mr/n 8,0 [2,7; 16,0] 8,6 [6,1; 18,5] 5,2 [4,3; 6,1] >0,05
[mokosa 4,8 [4,36; 5,4] 5,4 [5,1; 5,95 5,4 [4,9; 5,8] p=0,0001
p,,=0.001
p,,=0,025
XomnecTepyuH, MMOJIB/TT 5,6 [4,6; 6,5] 6,3 [4,8; 6,7] 5,3 [4,3; 6,1] >0,05
JITTHII, mmons/n 3,5[2,9;4,2] 3,7 (3,0; 4,8] 3,2 [2,6; 3,8] >0,05
JIIIBII, mMonb/n 1,5[1,3; 2,1] 1,3 [1,0; 1,5] 1,6 [1,5; 1,8] >0,05
Tpurnuuepumbl, MMOIb/1 1,3 [0,9, 1,7] 1,5 [1,0; 4,1] 0,9 [0,8; 1,2] 0,038
KpeaTnHuH, MKMOB/T 80,7 [70,3; 100,0] 80,0 [64,7; 88,0] 81,3 [74,0; 87,1] >0,05
MoueBnHa, MMOJIb/T 4,9 [4,2; 6,1] 5,4 [4,9; 5,9] 5,0 [4,0; 5,9] >0,05
MoueBas KMC/IOTa, MKMOJIb/TT 331,0 [262,0; 446,0] 311,8 [277,0; 346,0] 262,0 [217,0; 356,0] >0,05
JKeneso, Mkmonb/n 13,9 [11,7; 20,6] 16,4 [14,0; 29,5] 15,0 [10,7; 20,4] >0,05
Ilpumevanue:
P,,— PasdILA, BHABTCHHbIE MOK/TY reHoTHIaMI AA i AC; p,, — Pas/uuus, BHIABICHHEIE Mexk Ty TenoTunamu AA 1t CC; p, | — pasnuaus, BeBeHHbe Mexy renotunamu AC u CC

Anknnosupyioumit cionpumut — AC, mujexc maccol rena — VIMT, Bath AS Disease Activity Index — BASDAI, Ankylosing Spondylitis Disease Activity Score ¢ pacuerom
CPB — ASDAS-CRP, Bath AS Metrology Index — BASMI, ckopocTb oceanus aputpounto — CO9, C-peaktusubiit 6enox — CPB, munonporenHsr Huskoii nnoraoctu — JIITHIL,

JIMIIONPOTENHbI BbICOKOI nioTHocTn — JITIBII.

Y rereposuror AC ormeyanach HaubONIbIIass 4acTo-
ta BoiaBmeHus ATl (AA 32 (37,2%); AC 8 (80,0%); CC 20
(35,7 %), p,,=0,05, p=0,025). Kpome aToro, cpenn naHHOI
KaTeropuin MalyeHToB 3apuKCUpoBaHa HAMOO/IbIIIee YIIC-
7o manyenToB ¢ pucunupemueir (AA 52 (53,1%); AC 12
(85,7%); CC 26 (46,4%), p,,=0,012, p,,=0,006, p=0,031).
CaxapHbliit Arabet ObUI BBISIB/IEH TOTIBKO CPE/IL MALVIEHTOB
c renoruniom CC (AA 0 (0,0%); AC 0 (0,0%); CC 4 (7,1 %),
p,,=0,007, p=0,017). [TopakeHne OYEK B Ka4eCTBE KOMOP-
6mmHON maToorNy 6bII0 3aUKCUPOBAHO ISl TALIVIEHTOB
c HocutenbcTBOM amnensa A (AA 10 (10,5%); AC 2 (14,3 %);
CC0(0,0%), p, ,=0,015, p, ,=0,004, p=0,023). Kpome atoro,
y HocuTeneit AA B romo3urore Hab/rofanacs 6osee yactoe
pasBuTMe XpoHMYeckoro muenoHedppura (AA 6 (6,3%);
AC 0 (0,0%); CC 0 (0,0%)) 1 MKDB (AA 4 (4,2%); AC 2
(14,3 %); CCO (0,0%)). OTHOCUTENBHO APYTUX COIYTCTBY-
IOIMX 3200/I€BAHNIT CTATVCTUYECKY 3HAYMMBIX Pas/Idil
B IPYIIIAX CpaBHeHMs He BbisiBIeHO (Tabr. 6).

Y manuenTos rereposuror AC ormevanach 0ojblias
vacrora popmuposanus 2-it (AA 26 (27,1 %) npotus AC 4
(33,3%); CC 14 (24,1 %)) u 3-i1 crerenu AT (AA 0 (0,0%);
AC2(16,7%) CC0(0,0%), p, ,<0,001, p, ,=0,004). B 061iem
pasnmuuyA MeXAy I'PyIIaMy CPaBHEHMS HaXO[WINCh Ha
CTATUCTUYECKM 3HaYMMOM ypoBHe (p=0,0001). CraTucTu-
YeCKM 3HAYVMMBIX Pas3/IN4Mil B YaCTOTE BBISBIECHN OT/ENb-
HbIX cTagmit A u pycKa B rpylIIax CpaBHEHNs He BbIABJIe-
Ho (Tabm. 7).

O6cyxpeHue

MccnenoBannii OTHOCUTENIPHO KIVHMYECKUX IIapaMe-
tpoB ACu cBsa3u c OHIT A1166C rena AGTRI B HacTOsA1Iel
HAy4HOJ NMUTepaType He IMpefcTaBiaeHo. VI3 knmHndeckux
apaMeTpoB HaMM BIEPBble OBIIO IPOREMOHCTPUPOBA-
HO 6oree BBICOKOEe 3HaueHMe MHAekca BASMI y romosn-
roT AA. Kpome aToro, aHaim3 KIMHUYIECKUX IPOsBICHUI
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Table 4. Comparison of clinical and laboratory parameters in patients with ankylosing spondylitis and various variants

of single nucleotid polymorphism (SNP) A1166C AGTRI gene

AGTRI A-1166C

Signs p
AA (n=104) | AC (n=14) CC (n=58)
Age, full years 43,0 [39,0-49,0] 46,0 [36,0-50,0] 44,0 [37,0-48,0] >0,05
Gender Male, abs. (%) 8 (57,1 %) 50 (67,6 %) 56 (63,6 %)
Female, abs. (%) 6 (42,9 %) 24 (32,4 %) 32 (36,4 %) 7003
Duration of the disease, full years 11,0 [8,5; 18,0] 10,0 [5,0; 30,0] 13 [8,0;20,0] >0,05
BASDAI 7,4 [6,8; 7,8] 7,7 [7,4; 8,0] 7,4 [6,8; 7,8] >0,05
ASDAS-CRP 4,2 [3,8; 4,5] 3,9 [3,47; 4,6] 4,08 [3,8; 4,4] >0,05
BASMI 5,0 [4,0; 6,0] 3,0 [3,0; 7,0] 4,0 [3,0; 5,0] 0,024
p,,=0,023
BMI, kg/m?, Me (Q1-Q3) 26,8 [24,0; 31,6] 29,0 [25,25; 31,7] 25,7 [24,0; 28,1] >0,05
White blood cells, x10%/1 6,86 [5,5; 8,81] 7,62 [6,49; 9,6] 7,6 [5,3; 8,69] >0,05
Red blood cells, x10'%/1 4,7 [4,3;5,12] 5,29 [4,63; 5,6] 4,57 [4,38; 4,93] P=0,025
p,;=0,02
Platelets, x10%/1 252 [223; 297 282 [236; 338] 283 [254; 333] p=0,0001
p,,=0.001
Haemoglobin, g/1 143 [128; 152] 150 [141; 153] 140 [126; 143] p=0,031
p,,=0,042
ESR, mm/h 20 [10; 29] 27 [4; 36] 20 [10; 30] >0,05
CRP, mg/1 8,0 [2,7; 16,0] 8,6 [6,1; 18,5] 5,2 [4,3; 6,1] >0,05
Glucose, mmol/l 4,8 [4,36; 5,4] 5,4 [5,1; 5,95] 5,4 [4,9; 5,8] p=0,0001
p,,=0.001
p,,=0,025
Cholesterol, mmol/l 5,6 [4,6; 6,5] 6,3 [4,8; 6,7] 5,3 [4,3;6,1] >0,05
LDL, mmol/l 3,5[2,9; 4,2] 3,7 [3,0; 4,8] 3,2 [2,6; 3,8] >0,05
HDL, mmol/l 1,5 [1,3; 2,1] 1,3 [1,0; 1,5] 1,6 [1,5; 1,8] >0,05
Triglycerids, mmol/l 1,3 [0,9, 1,7] 1,5 [1,0; 4,1] 0,9 [0,8; 1,2] 0,038
Creatinine, mcmol/l 80,7 [70,3; 100,0] 80,0 [64,7; 88,0] 81,3 [74,0; 87,1] >0,05
Urea, mmol/l 4,9 [4,2;6,1] 5,4 [4,9; 5,9] 5,0 [4,0; 5,9] >0,05
Urea acid, mcmol/l 331,0 [262,0; 446,0] 311,8 [277,0; 346,0] 262,0 [217,0; 356,0] >0,05
Iron, mcmol/l 13,9 [11,7; 20,6] 16,4 [14,0; 29,5] 15,0 [10,7; 20,4] >0,05

Notes:

p,,— differences identified between AA and AC genotypes; p, , — differences identified between AA and CC genotypes; p, , — differences identified between AC and CC genotypes
Ankylosing spondylitis — AS, Body Mass Index — BMI, Bath AS Disease Activity Index — BASDAI, Ankylosing Spondylitis Disease Activity Score with calculation
of CRP — ASDAS-CRP, Bath AS Metrology Index — BASMI, erythrocyte sedimentation Rate — ESR, C-reactive protein — CRP, low-density lipoproteins — LDL, high-density

lipoproteins — HDL.

3a00/eBaHMs IOKA3al, YTO ImaunueHThl ¢ reHorunom CC
VMV HatOO/IbIIYIO YaCTOTY SHTE3UTOB.

VHTepecHsble pe3ynbTaThl ObUIN MTOTyYeHBI IPY OLieHKe
nabopaTopHBIX HapaMeTpoB 1 MaHupecTanyyn KoMopous-
HbIX COCTOSIHMIL.

[Iupoko ussectHo, 4yto AII® 1 PAAC nrparoT BakHYIO
POJIb B pery/IALMM apTepHanbHOro AapneHsA. OTHAKO He Me-
Hee HTepecHo Hamure ATI® 1 nokanbhoit PAAC B kocTHOM
MO3Te, BIVIAIONIEN Ha MEeNTUIHYIO0 CeTb, KOTOpas y4acTByeT
B peryAnum IporeccoB KposeTsopenns. AIID skcrpeccn-
pyeTcsl Bech Iepuof, pa3BUTH KPOBETBOPHBIX TKaHell [19].
Jlaxxe Ha paHHeM sTalle PasBUTIA SMOPUOHA, O YCTAaHOBJIE-
HIISI KpOBOOOpaIie s, HaOMIOHAe TCS IOKAIbHAS TIPOT YKLV
ATI®. Jlokanbubui AII®, 0-BUANMOMY, CIOCOOCTBYET pas-
BUTHIO TeMOIO3TIYeCcKIX cTBOMOBBIX KTeToK (I'CK) u gpyrux
KPOBETBOPHBIX K/IETOK BO B3POCTIOM KOCTHOM MO3Te.

Curnamsanya Ang I, onmocpenobannas AT1, Heo6xomguma
ISt MUeTIouAHOI nuddepeHIPOBK 1 (PYHKIIMOHATBHOTO

cospeBaHysL. IIpeBaprTesbHble NCCTIENOBAHMNS TTOKA3BIBAIOT,
uto pepmeHTaTBHAS aKTUBHOCTH ATID MOXKeT 6BITH HEOOXO-
[MMa JUIA TIOffiep’KaHysl TeMOIIO3TIIecKoro romeocrasa. Ha-
npumep, vHrnouposanre AIID 6mokupoBano pacumpenye
n i depeHIPOBKY TeMaHT00/aCTOB B CTOPOHY SH/OTe-
JIVIA VIV MY/IBTUIIOTEHTHBIX TeMOIIOTUYECKIX IIPefIIIeCTBEH-
HMKOB. B cBotO Ouepenp, nurnbuposanne ATID 3HaunTeIBHO
CHIDKAJIO CIOCOOHOCTh 9MOPMOHAIBHOTO TeNblia TeHepupo-
BaTb [eMOIIOATIYECKIe KOTIOHVe0OpasyIoLyie KITeTKIL.

B mamem wmccnemoBaHum Ha marnueHtax ¢ AC Bmep-
Bble OBUIO MPOAEMOHCTpypOBaHo, uyTo reHorun CC OHII
A1166C rena AGTRI onpenernsin 607ee HIU3KOe COfep)KaHe
SPUTPOLIUTOB 1 reMOorIobmHa 1 6071ee BHICOKOE COffepyKaHIe
TpombouuToB. CriefoBaTe/IbHO, BIIEpBble HaMyl OBUIO IIPO-
IeMOHCTPMPOBAHbI PA3IN4MA B IPOSYKIMN 3PUTPOLNTOB
U TPOMOOLIUTOB B 3aBMCHMOCTYU OT I€HETMYECKMX BapMaH-
toB OHIT A1166C rera AGTRI, 94TO TOATBEP)KAALT T€HETH-
4eCK 0OYCTIOB/IEHHYIO IPEPACIIONIOKEHHOCTD K MEHBIIEMY
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COIEP>KaHMIO SPUTPOLNTOB U TeMOIVIOOMHA U TTOBBIIIEHIO
Yyca TPOMOOIMTOB Y manmeHToB ¢ reHotumnom CC.

Boispannoe Ang II moBbllleHMEe OKMCIUTENHHOTO
CTpecca, BOCIIA/IEHsI U YPOBHS CBOOOHBIX KXIPHBIX KIC-
70T cnocobcTByeT AMCYHKIMM [-KIeToK mpu amabere
[20]. Pasnuynble opraHbl UIpalOT POIb B PETy/IALVM TO-
MeOoCTa3a ITIOKO3bI, BKIIOYasA IOMKETYHOUYHYIO >Kenlesy,
JKMPOBYIO TKaHb, CKeJIeTHbIE MBIIIIIBI ¥ TIedeHb. BakHO 0T-
METHTb, YTO B 9TUX OpraHax OblTa OOHApPY)KeHa JTOKa/IbHAS
PAAC, aktuBauus KOTOpOIf CBs3aHa C IaTO/MOTHeN fuabe-
ta. AktuBanusa PAAC, no-supnmomy, ycunusaer addex-
TBI JPYIMX IATOT€HHbIX IyTell, BKIOYas IMIOKO30TOKCHY-
HOCTb, TUIOTOKCMYHOCTb U MOBbIIIEHHOE IIMKNPOBAHNE,
YTO BBI3bIBAET TMIEPIMKEMNIO ¥ WMHCYIMHOPE3UCTEHT-
HOCTb [21, 22]. HanpoTus, runeprinkeMusi, TUIIepXosecTe-
PVHEMMS ¥ VHCY/IMHOPE3UCTEHTHOCTb MOTYT IIOBBIIIATD
akTUBHOCTb KoMnoHeHTOB PAAC [23, 24].

B namewm nccnegosanuy Hocutenu amens C umenn 60-
j7iee BBICOKJE 3HAYECHM S TTIOKO3bI IO PaBHEHMIO C TOMO3U-
rotamu AA, a mpu HocutenbcTBe reHoTUOB AA 1 AC ot-
Mevasich 60see BBICOKME 3HAYEHVs] TPUIMMLEPULOB, YTO
TOTIOTHUTENIbHO TOATBepKAaeT ponb PAAC B perymaunn
IJIFOKO3BI M TeMOITIOONHA, MIMes TPV 9TOM TeHEeTUYECKYIO
OCHOBY C HemocpefcTBeHHbIM ydactmeM OHIT A1166C
rena AGTRI.

[Tpu ouenke xomop6bumHocTy maumeHtoB ¢ AC mog-
tBepxpenreM poa OHIT A1166C rena AGTRI B popmnu-

poBaHUM MeTabOMMIECKOr0 CHHPOMA MOCTYXUIO Gomee
JacToe pasBUTHE AVMCIUIINAEMUN IIPY HOCUTENbCTBE ajlie-
1 A, B yacTHOCTH y retepo3uror AC, a caxapHblit fuaber
2 tuna (CJI2) 6bU1 3aperncTpupoBaH TOIbKO y HOCUTETIEN
renoruna CC.

B nponecce Hedporenesa xommnonenTs: PAAC neMoH-
CTPUPYIOT BBICOKYIO 3KCIPECCHMIO M WUIPAIOT K/IIOYEBYIO
ponb B opMuUpOBaHUY IPaBUIBHOM CTPYKTYPBI HOYEK
u ux usnonormdeckoit pynkiym [25]. B moukax Ang II
BBIpabaThIBaeTCsA B 3aMETHO BBICOKMX KOHI[EHTPALMAX
B VHTEPCTUINMAIbHOM IPOCTpaHCTBe. JIoKanmbHaA mpo-
nykuya Ang II MOXXeT CyILleCTBEHHO BMATD Ha QYHKIINIO
HOYeK, M3MEHAA TeMOAVHAMUKY KITyOOUYKOB, CHIDKAS 9KC-
KpeLuIo HaTpuUsA M CyXKasl MeJKie aprepuonsl [26]. bonee
TOTO, Ype3MepHast akTuBHOCTb PAAC HanpasseT mpoBoc-
HaJIUTeIbHbIE U IpopubpoTudeckue GakTOpbI Ha IIOBPEXK-
menue modek [27], B To Bpems Kak nHrnbuposanve PAAC
HIPOIeMOHCTPUPOBaNO 3(PQPeKTUBHOCTD B yMEHbUICHUN
¢ubposa movex.

CormacHo maHHbIM [28, 29] 6bUIO MOKAa3aHO ydacTue
reHa AGTRI B popMupOBaHUYU XPOHNYECKOTO HOBPEX/e-
HYA [IOYeK. B HameM mccregoBaHmMU Takxe ObUIO IIpofe-
MOHCTPHMPOBAHO H0/Iee JacToe PasBUTHUE ATOMIOTUI TTOYEK
PV HOCUTENbCTBE arens A.

AxtuBammsas AGT1R mocpenctBom Ang II BbI3bIBaer
Ba3OKOHCTPUKIUIO ¥ YCUIMBAET aKTUBHOCTb CUMIIATIYe-
CKOJ1 HEPBHOII CUCTEMBL. DTO IPUBOJAUT K IOBbILIeHNIO A]]

Ta6nu14a 5. Cpae;—ter-tue KIUHUYeCKUux VZPO}IB/ZEHMI:I AHKU03UpPyrouse2o CNOHOUAUMA 8 3A8UCUMOCIU O pasnuvHvlx

sapuanmos nonumopgpuszma A1166C eena AGTRI1

| | AA (n=104) | AC (n=14) | CC (n=58) P | p (o61ree)
Knununueckue nposasnenus AC
Aptput 94 (90,4 %) 12 (85,7 %) 50 (86,2 %) - >0,05
OHTe3UT 56 (53,8 %) 4 (28,6 %) 40 (69,0 %) p,,=0,006 =0,015
HaxkTunut 4(3,9%) 0 (0,0 %) 0 (0,0 %) - >0,05
CrnoHguInT 28 (28,0 %) 4 (28,6 %) 22 (37,9 %) - >0,05
PenTreHonmornyeckas cTafgus CakKpOMINNTA
II 62 (62,0 %) 8 (57,1 %) 38 (65,5 %) -
I 18 (18,0 %) 4(28,6%) 8 (13,8%) - p>0,05
v 20 (20,0 %) 2 (14,3 %) 12 (20,7 %) -
PeHTreHOMOrMYeCKasA CTafANs KOKCUTA
0 18 (17,3 %) 2(14,3 %) 10 (17,2 %) -
I 22 (21,2%) 4 (28,6 %) 18 (31,0 %) -
11 46 (44,2 %) 6 (42,9%) 22 (37,9 %) . p>0,05
11T 16 (15,4 %) 2(14,3 %) 8 (13,8%) -
v 2(1,9%) 0 (0,0%) 0 (0,0 %) -
Bueckenernsle nposasnenns AC
BHeckeneTHbIE TPOABNIEHUA 26 (25,0 %) 4 (28,6 %) 10 (17,2 %) - p>0,05
ITopaxenns rimas 22 (22,5%) 4 (28,6%) 4 (7,1%) - p>0,05
- yBeut 14 (14,3 %) 2(14,3 %) 4 (7,1 %) - p>0,05
— MPUTOUMKINT 4 (4,1 %) 2 (14,3 %) (0,0 %) - p>0,05
— SIINCKJIEPUT 4 (4,1%) 0 (0,0 %) (0,0 %) - p>0,05
Icopnas 10 (10,0 %) 2 (14,3 %) 6 (10,7 %) - p>0,05
B3K 4 (4,0%) 0(0,0%) 2(3,6%) - p>0,05
Tpnmeyanme:
P,,— PAS/IYUS, BHIABTCHRbIE MEATY TeroTumamu AA u AC; p, | — pasnuuns, BuABIennbIe MKy renoTnnamu AA i CC; p, | — pasmuums, BesBnennse Mexy renotnnamu AC u CC

BocnanurensHoe 3aboneBanns kuumeynnka — B3K.
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U CeKpelny a/IbIOCTEPOHa, a TAKoKe K ruiepTpoduu n gpu-
6po3y ceppiia. MHOro4YnCIeHHbIE MCCIEfOBAHNS [TOKa3a-
n accoumanuio nonumopdusma rena AGTRI 1166A>C
(rs5186) ¢ apTepmanbHOI TUIIEPTEH3MEN, BA3OKOHCTPUK-
Lyelt U 3afiep>KKoit HaTpus B opranmsMe [30]. B uccneno-
BaHMM Semianiv 1 COABT. GbUIA BBLIBIEHA CBSI3b MEXAY

amnenem C rera AGTRI (rs5186) u tsokecthio AT B Hatrem
UCCTIeloBaHNM ObIIO TTOKa3aHO OOJblIas 4acTOTa PasBU-
tuA Al 1 BbiaBneHusA crenenn 2 n 3 AI' y malMeHTOB C Te-
HoTunoMm AC, 4TO ykasblBaeT Ha OOJIbIIYIO BEPOATHOCTD
passButusa AT u 6onbinylo creneHs BeipaxkeHHOCTH AT y re-
teposurot AC y manuentos ¢ AC.

Table 5. Comparison of clinical manifestations of ankylosing spondylitis depending on different variants
of the A1166C polymorphism of the AGTRI gene

| | AA@-1099 |  Ac@-) | ccm=ss) | P p (total)
Clinical manifestations
Arthritis 94 (90,4 %) 12 (85,7 %) 50 (86,2 %) - >0,05
Enthesite 56 (53,8 %) 4 (28,6 %) 40 (69,0 %) Pz,3=0’006 =0,015
Dactylitis 4(3,9%) 0 (0,0%) 0 (0,0 %) - >0,05
Spondylitis 28 (28,0%) 4 (28,6 %) 22 (37,9%) - >0,05
Radiographic stage of sacroiliitis
11 62 (62,0 %) 8 (57,1%) 38 (65,5%) -
111 18 (18,0 %) 4 (28,6 %) 8(13,8%) - p>0,05
v 20 (20,0 %) 2 (14,3 %) 12 (20,7 %) -
Radiographic stage of coxitis
0 18 (17,3 %) 2 (14,3 %) 10 (17,2 %) -
I 22 (21,2%) 4 (28,6 %) 18 (31,0 %) -
11 46 (44,2 %) 6 (42,9 %) 22 (37,9%) - p>0,05
111 16 (15,4 %) 2 (14,3 %) 8(13,8%) -
v 2 (1,9%) 0(0,0%) 0(0,0%) -
Extraskeletal manifestations
Extraskeletal manifestations 0 (0,0 %) 28 (21,5 %) 6(23,1%) - p>0,05
Eye lesions 26 (25,0 %) 4 (28,6 %) 10 (17,2 %) - p>0,05
- uveit 22 (22,5%) 4 (28,6 %) 4 (7,1%) - p>0,05
- iridocyclitis 14 (14,3 %) 2 (14,3 %) 4 (7,1%) - p>0,05
- episclerite 4 (4,1 %) 2 (14,3 %) (0,0 %) - p>0,05
Psoriasis 4 (4,1 %) 0 (0,0 %) (0,0 %) - p>0,05
IBD 10 (10,0 %) 2 (14,3 %) 6 (10,7 %) - p>0,05
Notes

p,,— differences identified between AA and AC genotypes; p, , — differences identified between AA and CC genotypes; p, ,— differences identified between AC and CC genotypes
Inflammatory bowel disease — IBD.

Tabnuua 6. Cpasterue komopouonoti namonoeuu 6 sasucumocmu OHIT A1166C eena AGTRI y nayuenmos
€ AHKUNIO3UPYIOUSUM CHOHOUNIUMOM

Komop6ugnas maronorns | AA (n=104) AC (n=14) CC (n=58) P P
AT 32 (37,2 %) 8 (80,0 %) 20 (35,7 %) p1'2:0,05 =0,025
IucnunumeMus 52 (53,1 %) 12 (85,7 %) 26 (46,4 %) p,,=0,012 20,031
p,,=0,006 o
MBC 4 (4,2 %) 0 (0,0 %) 2 (3,6 %) - p>0,05
CII 2 Tuma 0 (0,0 %) 0 (0,0 %) 4(7,1%) P1,3=0’007 =0,017
I'mnepypukemusa 16 (16,7 %) 0 (0,0 %) 4 (7,4%) - p>0,05
ITopmarpa 6 (6,3 %) 0 (0,0 %) 0 (0,0 %) - p>0,05
IMopakeHne moveK 10 (10,5 %) 2 (14,3 %) 0 (0,0 %) p,,=0,015
P, ,=0,004
. =0,023
— XpOHMYECKNII I1eTOHePPUT 6 (6,3 %) 0 (0,0 %) 0 (0,0 %) -
- MKB 4(4,2%) 2 (14,3 %) 0 (0,0%) -
Ocreomnopos 2(2,1%) 0 (0,0 %) 4(7,1%) - p>0,05
Kypenne 10 (10,4%) 4(28,6%) 4(7,4%) - p>0,05
Ilpumevanne:

P,,— Pasnnuus, BbisBeHHbIE MeXY reHoTunamu AA n AC; p, , — pasnnuns, BoisBneHHble MeXAy renotunamu AA n CC; p, , — pasnuuus, BoisinenHble Mexay renotunamu ACu CC
Aprepuanpnas runeprensus — AT, nimemndeckas 6onesusb cepaia — VIBC, caxapusiit inaber 2 tuna — CJI2, moyekamennas 6onesunb — MKB.
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Table 6. Comparison of comorbid pathology depending on SNP A1166C of the AGTRI gene in patients with ankylosing

spondylitis
Comorbid pathology | AA (n=104) | AC (n=14) | CC (n=58) | P | P (total)
AH 32 (37,2%) 8 (80,0 %) 20 (35,7 %) p,,=0,05 =0,025
Dyslipidemia 52 (53,1 %) 12 (85,7 %) 26 (46,4 %) p,,=0,012 ~0,031
p2)3:0,006
CHD 4 (4,2 %) 0(0,0% 2 (3,6 %) - p>0,05
DM 2 0 (0,0 %) 0(0,0% 4(7,1%) pm:0,007 =0,017
Hyperuricemia 16 (16,7 %) 0(0,0% 4 (7,4%) - p>0,05
Gout 6 (6,3 %) 0(0,0% 0 (0,0%) - p>0,05
Renal lesions 10 (10,5 %) 2 (14,3 %) 0 (0,0 %) p,,=0,015
p,,=0,004
- Chronic pyelonephritis 6 (6,3 %) 0 (0,0 %) 0 (0,0 %) - =0,023
- Urolithiasis 4 (4,2 %) 2 (14,3 %) 0 (0,0 %) -
Osteoporosis 2(2,1%) 0 (0,0 %) 4(7,1%) - p>0,05
Smoking 10 (10,4 %) 4 (28,6 %) 4 (7,4 %) - p>0,05
Notes

p,,— differences identified between AA and AC genotypes; p, ,— differences identified between AA and CC genotypes; p, , — differences identified between AC and CC genotypes
Arterial hypertension — AH, coronary heart disease — CHD, type 2 diabetes mellitus — DM2.

Tabnauua 7. Cpasrerue cmaduu, cmenenu U pucka
apmepuanvHoti eunepmeH3uU y NayueHmos

C AHKUTIO3UPYIOULUM CHOHOUIUINOM 6 3A6UCUMOCINU
om OHII A1166C 2ena AGTRI

Table 7. Comparison of the stage, degree and risk
of arterial hypertension in patients with ankylosing
spondylitis depending on the SNP A1166C of

the AGTRI gene

| |aA@=109] AC=19) | cCm=38) |

[posmee)| | |AAm=109)| AC(=19) [cC=58) | p | p(tota) |
Cragus AT Stage
I 8(8,3%) 2 (16,7 %) 6 (10,7 %) - I 8(8,3%) 2 (16,7 %) 6 (10,7 %) -
11 16 (16,7%) 6 (50,0 %) 12 (21,4 %) - p>0,05 11 16 (16,7%) 6 (50,0 %) 12 (21,4 %) - p>0,05
111 8(8,3%) 0(0,0%) 2(3,6%) - 111 8(8,3%) 0 (0,0 %) 2(3,6%) -
Cremenn AT Degree
1 6 (6,3 %) 2 (16,7 %) 6 (10,3 %) - =0,0001 1 6 (6,3 %) 2 (16,7 %) 6 (10,3 %) - =0,0001
2 26 (27,1%) 4 (33,3%) 14 (24,1 %) - 2 26 27,1%) 4 (33,3%) 14 (24,1 %) -
3 0 (0,0 %) 2 (16,7 %) 0 (0,0 %) P1,2<O’001 3 0 (0,0 %) 2 (16,7 %) 0(0,0%) p1,2<0’001
p,;=0,004 p,;=0,004
Puck AT Risk
1 0(0,0%) 0(0,0%) 0(0,0%) - 1 0(0,0%) 0(0,0%) 0(0,0%) -
2 4 (4,0%) 0(0,0%) 4(7,1%) - 2 4 (4,0%) 0(0,0%) 4(7,1%) -
p>0,05 p>0,05
3 24 (24,0%) 6 (42,9%) 14 (25,0 %) - 3 24 (24,0%) 6 (42,9%) 14 (25,0 %) -
4 4(4,0%) 2 (14,3 %) 2(3,6%) - 4 4 (4,0%) 2 (14,3 %) 2 (3,6 %) -
IIpumevanne: Notes
P,,— Pasnuuus, BHIABNEHHbIE MeX /Ty TeHoTHITaMu AA 1 AC p,,— differences identified between AA and AC genotypes
P,, — Pasmuuns, BbIABNeHHbIe MeX/y reHoTunamu AA u CC p,,— differences identified between AA and CC genotypes

P, , — pasnnuns, BoisABIeHHble MeX Ay renoTunamu AC u CC
AprepuanpHas runeprensusa — AT

3aknoueHUue

B pesynbrare IONMyYeHHBIX JJAHHBIX He BBIABIICHO 3Ha-
ynmoro Bivsianst OHIT 1166A>C rena AGTR1 Ha KTnHUYe-
ckue nposasnenusa AC, 3a nuckmodeHnneM rnoxkasatens BASMI
1 9aCTOTBI pa3BUTHA 3HTe3UTOB. OHAKO, HAIIIM Pe3y/IbTa-
Tbl TPOAEMOHCTPUPOBAIN MHTEpeCHble AaHHbIE O PONN
OHII 1166A>C rena AGTRI B remMo11093€ B BU/ie CHUXKEH-
HOTO KOJIMYECTBA SPUTPOLUTOB M TeMOITIOONHA, 1 MTOBBI-
IIEHHOTO 4JIC/Ia TPOMOOLUTOB Y HocuTenel renotuna CC.

Oco0blil MHTEpecC NpefCTaB/IAT Pe3y/IbTaTbl OTHOCU-
TeIbHO MeTabONIMYeCKNX ITOKas3aTeneil B BUe OOMbIINX

p,,— differences identified between AC and CC genotypes
Arterial hypertension — AH

3HAYeHMI1 ITIIOKO3bl y HocuTenell atens C u pasBuTue
CJII2 tonbko y romosurot CC. B cBoro oyepefib, HOCUTENb-
CTBO ajuIe/ist A GBIIO ACCOLUMPOBAHO C GOJIBIINM YPOBHEM
TPUITIMLIEPUIOB B KPOBUM U PasBUTMEM AUCAUIIMIEMUMN,
ocobenHo y rereposuror AC. CTOUT OTMETUTb, YTO HO-
CUTENIbCTBO ajUIeNsi A ObUIO OXHOBPEMEHHO COIPSIKEHO
¢ 6osee vacrToil maTonorueit nodek u Al, u cTemeHblo ee
TAKECTI.

ITonyyeHHble pe3y/nbTaThl PACKPHIBAIOT — LIMPOKMUIL
criextp pynxumit OHIT 1166A>Crena AGTRI, BBIXOAAIUX
3a mpepensl ydactust B popmuposaHun Al, u BKIIOYAIOT
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OPUTMHAABHBIE CTATHU

PETy/LILMIO TeMOII093a, MeTAabONMMIeCKUX MEeXaHU3MOB
n QopmupoBaHue KOMOPOMITHON MATONOTMM Y MAllMeH-
toB AC. JT0 Ompenenser MOTEHIMAI U 1[e/IeCO0OPa3HOCTh
reHoTMIMpoBaHuA manueHtoB ¢ AC ¢ upgeHTUdUKAIEN
OHII 1166A>C rena AGTRI c uenbio mepcoHupUKaLumn
oaxoyoB K papmakorepanuu AC ¥ MOHUTOPUHTA TaHHBIX
IOKasaTesiell MpM HaJIN4MM PUCKA Pa3BUTUA aCCOLUUPO-
BaHHBIX ¢ fTanHbIM OHII cocTrosiHmit.

Bknap aBTOpOB:

Bce aBTOpbI BHEC/IM CYLECTBEHHbIN BKAaZ, B MOATOTOBKY paboTbl, Poy/n
1 0806punu GUHaANLHYIO BEPCUIO CTaTbk Nepes nybankaumen
Fapdapopa A.C.: cylecTBeHHbI BKAaZ B 3aMblCe/ U AW3aliH UCCeA0Ba-
HUA, c60p AaHHBIX, aHa/N3 U UHTEeprpeTaLma JaHHbIX, MOArOTOBKa CTa-
TbW, KPUTUHECKUI MEPeCMOTP B YACTW 3HAYMMOTrO UHTENNEKTYasIbHOrO
COAEepXKaHus

Benornasoe B.A.: cylecTBeHHbIV BK/aJ B 3aMbICeN U iM3aiiH UCCNeA0Ba-
HUWS, aHaNN3 1 MHTeprpeTaLma AaHHbIX, KPUTUYECKUI NepPecMOTp B 4acTu
3HAYMMOTO MHTENNIEKTYa/IbHOrO COZepKaHUs

AukoB M.A.: cylecTBeHHbIN BK/IaZ B 3aMbICen U AWU3aliH UCCeA0BaHUS,
aHasn3 1 HTepnpeTauus AaHHbIX, KPUTUYECKUI NEPECMOTP B HaCTU 3Ha-
YMMOTO MHTE/INIEKTYaIbHOTO COAEpXKaHuA

AreeBa E.C.: c60p faHHbIX, aHa/IN3 U MHTeprpeTaLus AaHHbIX, MOA4MOTOB-
Ka CTaTbM, KPUTUYECKUIA NEPECMOTP B YaCTU 3HAYMMOTO UHTE/I/IEKTYa lb-
HOrO CoZlepaHus

MeTpoB A.B.: nogroTtoBka cTaTby, KPUTUYECKMIA MEPECMOTP B YaCTM 3Ha-
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