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POJIb OBIINUX Y CHEITA®UYECKNX UMMYHOJIOT MYECKNX U3SMEHEHUI
B IIPOT'PECCUPOBAHUU KOKCAPTPO3A

AnHoTanus. V3ydyena nuHaMuKa o0mUX U CrEU(PUISCKUX UMMYHOJIOTHYECKNX TOKa3aTeleH ISl ONpeaelIeHNs HM-
MYHOJIOTHUECKMX KPUTEPUEB IIPOTrPECCUPOBAHUS KOKCAPTPO3a.

O6cnemoBano 110 muir ¢ kokcaptpozom I-1V craguu. CpenHuii BO3pacT MAIlMEHTOB cocTaBmil 64,24+2,0 roma.
B koHTponbHyto rpynmy Boman 20 4eroBeK, COMOCTAaBUMBIX MO BO3PACTy M MONY C TMAllMEHTAMH OCHOBHOW T'DYTIIHIL.
NmMmyHONornveckoe odcinenoBanue Bkitovano onpeaenenne CD3+, CD4+, CD8+, T-akTUBHBIX TUM(OIUTOB, UMMYHOTIJIO-
OynuHOB KkmaccoB IgM, IgA u IgG, nupKyTHUPYIONNX IMMYHHBIX KOMIUIEKCOB, Ay TOMMMYHHBIX JTHM(QOINTOTOKCHIECKUX
U TPAaHYJIOUTOTOKCHYECKUX aHTHTEN. KiteTouHo-crenuduieckyio ceHCHONIN3anHio K TKAaHEBEIM U OaKTepHaIbHBIM aHTH-
TeHaM OLIEHWBAJIN B peaKI[M{ HHTHOMPOBAHMS MUTPAIlMH JIEHKOIUTOB. VICII0Ip30BaIN aHTUT€HBI KOCTHON TKaHH, XPSIIEBOH
TKaHH, CHHOBUAJILHOW 000J104KH U OaKTepualibHble aHTUTeHBl — Staphylococcus aureus, Streptococcus pyogenes.

V 00JBbHBIX KOKCAPTPO30M OTMeuaeTcsl nosbieHue coaepkanus IgM, IgA, 1gG u ayTouMMyHHBIX JINM(OLUTOTOKCHYE-
CKHUX aHTHTEI Hapsiy co cHukeHreM ypoBaeit CD3+, CD8+ u T-aktuBHbIX tuMmdonnTos. [IporpeccupoBanue KokcapTposa co-
MIPOBOXKIAETCSI JOCTOBEPHBIM yBeInueHueM ypoBHei IgM, IgA, IgG, 4To mo3BoiseT UCIOMB30BaTh UX ISl KOHTPOJIS TSKECTH
TeueHus 3a00neBannsl. AyTOMMMYHHBIH OTBET IIPH KOKCApTPO3€ XapaKTePHU3yeTCs CEHCHOMIN3aIHeH o T'yMOpaabHOMY THITY
Ha aHTUTeHBI KOCTHOW TKaHM, XPSIICBOH TKAaHU U CHHOBHAIBHOI 000JI0YKH, OJJHAKO MPOrPEeCCHPOBAHUE 3a00JIEBAHHSI COPO-
BOX/IA€TCS YCUJICHHEM CEHCHOMIN3aINH 110 KJICTOYHOMY THITY B CTOPOHY TOPMOXKEHUSI MUTPAIMH JICHKOIIUTOB K aHTHT€HAM
XPpSIILEBOH TKaHU ¥ CHHOBHAJIBHOI 0007109KH. MUKpOOHasi CEHCHOMIN3AIHsl Y OOJIBHBIX KOKCAPTPO30M IIPOSIBIISIETCS KaK YCKO-
pEHHUEM, TaK U TOPMOYKEHHEM MUTpALNH JICHKOIIUTOB Ha aHTUTEHBI St. aureus v Str. pyogenes, HO IPU yTsDKeJIeHUH 3a00J1eBa-
HUs HaOJIIOJaeTCs TAKIKE MTPEBATMPOBAHUE THIIEPYYBCTBUTEIBHOCTH 110 3aMEUICHHOMY THUITY Ha OaKTepHaJIbHbIC aHTUTCHBI.

YCTaHOBIIEHO, YTO OCHOBHBIMU TPOSIBICHUSIMY 2y TOMMMYHHOT'O OTBETA ITPH KOKCAPTPO3€ SIBISIOTCS YCUIEHUE aHTHTENOTe-
HE3a 1 MPOSIBIICHHUE KJIETOYHOW TKAaHEBOU M OaKTepHaJIbHOU ceHCHOMnu3anuu Ha (one nedumura T-cympeccopHOro 3BeHa Kiie-
ToyHOro MMMyHHUTeTa. [Ipu mporpeccrpoBaHny KokcapTpo3a HabonaeTcs yBenndenue yposaei IgM, IgA, IgG u ayTonmmyH-
HBIX JINM(OIIUTOTOKCHYECKUX aHTHUTEN Ha (oHe cHrxkeHus copepxkanust CD3+, CD8+ u T-akTuBHBIX TUMQpOIHUTOB. Peakmus
MHTUOMPOBAHNS MUTPALMH JIEHKOIINTOB O3BOJISIET CIIEIUTH 3a Pa3BUTHEM 3a00JIeBaHMUS N0 XapaKTepy U BHIPAKEHHOCTH TKaHe-
BOM M OaKkTepuaIbHOIM ceHcHOMIM3anuu. Tak, cMeleHre YCKOPEHHsI MUTPALliH JISHKOIIUTOB B CTOPOHY TOPMOYKEHHUSI Ha aHTHU-
TeHbI XPSIIIeBON TKaHH, CHHOBHAJILHON 000JI0YKH U OaKTepuanbHble aHTUTeHbI Str. pyogenes U St. aureus CBUJIETENBCTBYET 00
YBEITHUYEHHH aKTUBHOCTH JIECTPYKTHUBHBIX ITPOLIECCOB B CYCTABE U TPEOyeT HE3aMEATUTENbHON METUIIMHCKOH KOPPEKIUN.

KuroueBble €/10Ba: KOKCaApTpO3, UMMYHOJIOTHYECKHE KPUTEPHH, OaKTepuanbHas CCHCHONNIN3aIus, ay TONMMYyHHBIE pe-
AKIUH, TKAHEBHIE AHTUTCHEI
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ROLE OF GENERAL AND SPECIFIC IMMUNOLOGICAL CHANGES IN THE PROGRESSION
OF COXARTHROSIS

Abstract. The objective of this work was to identify immunological criteria for the progression of coxarthrosis on the
basis of studying the dynamics of general and specific immunological indices.

110 patients with coxarthrosis of I-IV stages were examined. The average age was 64.2+2.0 years. The control group
consisted of 20 persons comparable in age and sex to the main group. Immunological examination included the determination
of CD3+, CD4+, CD&+, T active lymphocytes, IgM, IgA and IgG immunoglobulins, circulating immune complexes, auto-
immune lymphocytotoxic and granulocytotoxic antibodies. Cell-specific sensitization to tissue and bacterial antigens was
evaluated in the reaction of leukocyte migration inhibition assay (LMIA). Antigens of bone and cartilage tissue, synovial
membrane and bacterial antigens — Staphylococcus aureus, Streptococcus pyogenes were used.
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In patients with coxarthrosis, an increase in the levels of IgM, IgA, IgG, autoimmune lymphocytotoxic antibodies and a de-
crease in CD3+, CD8+ and T active lymphocytes are observed. Progression of coxarthrosis is accompanied by a significant in-
crease in the levels of IgM, IgA and IgG, which allows them to be used to control the severity of the disease course. Autoimmune
response at coxarthrosis is characterized by humoral-type sensitization to bone and cartilage tissue and synovial membrane
antigens, but progression of coxarthrosis leads to an increase in cell-type sensitization — towards the inhibition of leukocyte
migration to cartilage tissue and synovial membrane antigens. Bacterial sensitization in coxarthrosis patients is revealed by both
acceleration and inhibition of leukocyte migration to Staphylococcus aureus and Streptococcus pyogenes antigens, but while the
disease progression predominance of hypersensitivity to bacterial antigens by a delayed type is also observed.

The main features of autoimmune response at coxarthrosis are the hyperproduction of antibodies and the signs of cell
tissue and bacterial sensitization along with a decrease in T-suppressor lymphocytes. Progression of coxarthrosis is accompa-
nied by an increase in IgM, IgA, IgG and autoimmune lymphocytotoxic antibodies along with a decrease in CD3+, CD8+ and
T active lymphocytes. Leukocyte migration inhibition assay allows one to control the disease course by the type and severity
of tissue and bacterial sensitization. Thus, a shift of acceleration of leukocyte migration to the inhibition to cartilage tissue,
synovial membrane antigens as well as bacterial antigens of Str. Pyogenes and St. Aureus indicates an intensification of de-
structive processes in the joint, which requires an immediate medical correction.
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Beenenue. Kokcaptpos cocrasisieT 10 37,6 % OT Bcex cilydaeB MHBAJIHWJIHOCTH 1O MPUYHMHE I1O-
pakeHHUsl ONOPHO-IBUTATEIbHON cuctemsl [1]. [lereHeparnuBHO-AMCTPO(MUUECKHE MPOLECCHl B Ta30-
OepeHHOM CyCTaBe M0 Mepe YTSIKEJIEHUS CTaAuu 3a00JIeBaHMS COMPOBOXKJIAIOTCA 3aKOHOMEPHBIMHU
o0ImKMH U cnenn(PUIecCKUMH UMMYHOJIOTHUYECKUMHU U3MeHeHUsIMU. [lepecTpoiika 371eMEHTOB CHHOBH-
aJBHOM 000JIOUKH, THOETH XOHIPOLUTOB C BOBJICUCHUEM KJIETOK CyOXOHIPaJIbHON KOCTH, YTOJILEHHE
NPOMEXYTOUYHOM KOCTHOW MIACTUHKHU U MOPAKEHHUE MSTKUX TKAHEH B CycTaBe U BOKPYT Hero [2—4]
CBH/ICTEJIBCTBYIOT O HEOOXOJUMOCTH KOHTPOJIS COCTOSHUSI COCAMHUTEIbHON TKAaHU Ha MUKPOYPOBHE
0e3 MpuMeHeHNs] UHBa3UBHBIX METO/IOB. Bce Oospliee BHUMaHNE 3aCTyKHBAET UCTIONH30BaHUE METO-
JIVK, TIO3BOJISIIONINX ONPEICITUTh HHINBUIYallbHbIA CIENU(PUUSCKUH UMMYHHBIH OTBET Ha aHTUTCHBI
COCAMHUTEIBHON TKAHU C LENbIO BBISICHEHUS BapHaHTa TEUCHUsI KOKCApTPO3a — OJIATONPUSITHOTO WIIH
HEOJIAroNpUsATHOTO [5].

B 1970-¢ roasl Huse Hepre, ocHOBaTE b TEOPHHE MMMYHOPETYIISIINHT, JOKA3a, 4TO B OPraHH3Me
IIPOUCXOANT HOCTOSHHBIM CHHTE3 PEryJIsITOPHBIX ayTOAHTUTEN K COOCTBEHHBIM aHTUI€HaM. B To e
Bpemst [Tvep ['pabaps (1975) BELABHHYI MPEATIONOKEHUE O «KMYCOPOYOOPOUHOI» (QyHKIIMN ayTOAHTH-
ten. M. H. Kaplan (1962) oOHapy»xui ayToaHTUTENa K TKAHHU Ceplia P UMMYHHU3AIUU CTPEITOKOK-
KOM, IT0Ka3aB BO3MOXXHOCTb BEIPAOOTKH ayTOAHTHUTEI IPH UMMYHHM3aLUH OpraHu3Ma MUKPOOaMHu, nMe-
IOLIMMH 00IIMEe aHTUTeHHBIE IETePMUHAHTBI C TKaHAMH. [1000OHbBIN MeXaHU3M ObLI TPOIEMOHCTPUPO-
BaH M B OTHOLUEHHUHU TKAHEH KeIyJOYHO-KHUIIEYHOr0 TPAKTA U MUKPOOOB KUIIEYHOH IpyHsbl [6].

JlokazaHo HalM4YKe ayTOMMMYHHOTO OTBETa K aHTUTeHAM TKaHEH opraHu3Ma y»Ke Ha paHHUX JTa-
rax pa3BUTHs 3a00JIeBaHUS B BUJIE MPOAYKIUH ayTOAHTUTEN — KaK CIEICTBHE MaTOJOTHYECKOro Mpo-
Lecca, a MOTOMY OIpeielIeHHe ay TOAHTUTEN MO3BOJISIET BBIJICIUTH TPYIIIIBI PUCKA CPEIH MALUEHTOB 110
TOMY WJIM HTHOMY 3a0oseBaHuto [7].

B kadecTBe noKa3aTenbCTB HEOOXOAMMOCTH H3YUEHHUS COCTOSHMS ayTOMMMYHHOTO OTBETa NPH
pasIuYHbIX 3a00JIEBAHUSAX MOXHO IPUBECTU CIEAYIOIIUE: BHEAPEHHUE MMMYHOOHOTEXHOJIOIMUYECKNX
METOJIOB OLEHKH CO/ICP)KaHMS ayTOAHTUTEN B MPAKTUKY MEIWIIMHCKOTO OCBHIETEIHCTBOBAHUS IPH-
3BIBHUKOB apMuu W3pawis, BHeApeHue komnanueit Bio-Rad no paspemenuto arenrctea FDA TexHo-
JIOTUH OJTHOBPEMEHHOM OIeHKH cofepkaHus 1200 ayToaHTHUTEN B CBIBOPOTKE KPOBH MalMEHTOB [§],
HCIOJIb30BaHNE B KIIMHUKO-IHMArHOCTHYECKOM MpakTuke TecT-cucteM DJIM-TecT, OCHOBaHHBIX HAa UM-
MYHO(EPMEHTHOM aHaJIM3€ U TO3BOJSIOLINX ONPEEIATh yPOBHH Ay TOAHTUTEN PA3IMYHON crienuduy-
HOCTH [9].

Taxum 00pa3om, Ha CETOAHAIIHUN JIEHb B MEAUIIMHCKYIO MPAKTUKY BHEAPSAIOTCS METO/BI MYJIBTH-
KOMIIOHEHTHO! OLIEHKH COCTOSIHUSA ayTOMMMYHUTETA, MO3BOJISIONINE BBISIBIATh U aHAJIU3UPOBAThH MU3-
MEHEHU 1, IPOUCXO/SIIIIME B OPraHU3Me KaK [IPH NMaTOJIOTHH, TaK U 3a/10JIT0 10 €€ MaHU(ECTALHH.

Onnako Hapsxy ¢ oOpa3oBaHHEM ayTOAHTUTEN B ayTOMMMYHHOM OTBETE NPUHHMMAIOT y4dacTHE
KJICTOYHBIE MEXaHU3MBI, YTO 00YCIIOBJICHO TIOJUKJIOHAIBHON akTuBaue T-muMdOIUTOB Ipu Bo3meii-
CTBUM MUKPOOHBIX CYNEPaHTHTEHOB. [I[pUMEpOM MOTYT CIIYKHUTh ayTOMMMYHHBIE OCJIOKHEHHS MPH
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Onmreitn—bapp BupycHoi nHpekmuu. [Ipn 3Tom ucnons3opanue HabopoB mist MDA 1o onpenencHuo
ayTOAHTUTEJ HE MO3BOJISET OLEHUTH CTENEHb BOBJICUEHHOCTH ayTOMMMYHHOTO OTBETa IO KJIETOYHO-
MY THITY.

Kaxk u3BecTHO, ayTONMMYHHUTET OTPaHUYEH MHOTUMH PETYISTOPHBIMU MeXaHu3MaMu. Perymsanus
MMMYHHOH CHCTEMBbl MOXKET HapyIIaThCsl BCJICACTBHE BIUSHHUS MHOXKECTBA 3K30- U JHJOTEHHBIX (pak-
TOPOB, K KOTOPBIM OTHOCSTCS BOCHAJIHUTENbHBIE MPOIECCHI, MOJIEKYISIpHAS MUMHKPHS C MTaTOT€HAMH,
BO3/ICHCTBHE XMMHUYECKUX BEIICCTB, BAKIIUHALIMSI, PaIHAlMOHHBINA 1 TeHeTHYeckuid ¢poH u ap. [10].

B cBs13u ¢ 3 TUM aKTyaJ bHBIM SBIISIETCS MPUMEHEHHE METOAA M3YUYeHHS CIeln(UIecKoro KIIeTod-
HOT'O UMMYHHOT'O OTBETa — PEaKIIMU HHTHOUpoBaHUs MUTpanuu JeikonuToB (PUMJI) B mpucyTcTBHM
AHTUTEHOB COCJWHUTENBHON TKaHW. [I[ppyHMMas BO BHMMaHHUE JaHHBIE 00 acCONMAIlMH BOCIIAJICHUS
C MUKPOOHBIMH areHTaMu MPH BOCTIAIUTEIbHO-IECTPYKTUBHBIX 3a00JI€BaHUAX CYCTaBOB, JJISI BBISC-
HEHHSI BO3MOXKHOTO ITYCKOBOT'O MEXaHU3Ma ay TOMMMYHHBIX peakluii K COOCTBEHHOW COCAMHUTEIBHOM
TKaHU JIOTUYHBIM TPEACTAaBISAETCS MHTEPEC K OLEHKE COCTOSHUS KIETOYHOTO OTBETa K OaKTephaib-
HBIM areHTaM.

Lenps paboOTH — U3YYUTH AMHAMHUKY OOIIHMX U CTIENU(DUYSCKUX HMMYHOJOTHYECKUX MOKa3aTesen
MIPH PO PECCHPOBAHIH KOKCApTPO3a HA OCHOBAHUH OIIpeiesieH s 001ero konnuectsa T-muMQporuTos,
T-akTuBHBIX JTuMpounTos, CD4+, CD8+, ummyHornoOynuHoB kiaccoB IgM, IgA, IgG, ayroummyH-
HBIX JTUM(O- U TPaHYJIOIMNTOTOKCHUYECKAX aHTUTEN, a TAakK€ WHIUBUIYATHHON KIETOYHOW CEHCHOU-
JU3a0UU K KOMIIOHEHTaM COEJIMHUTEIbHOM TKAHU — KOCTH, XPSIIYy, CHHOBUAJIBLHON 000JI0UKE U 4acTo
BCTpEYAIOIINMCS OaKTEepPHABHBIM areHTaM — Streptococcus pyogenes (Str. pyogenes) u Staphylococcus
aureus (St. aureus).

MarepuaJjsl U MeTOAbI HccaenoBanns. [IpoBeneHo nmmyHomornyeckoe oodcnenopanue 110 i
¢ KOKcapTpo3oM (ocHoBHas rpytia). Kokcaptpos I craauu BeisiBiieH y 20 mamueHTos, 11 ctagum —y 24,
III cramuu —y 31, IV craguu — y 35. Cpennuii Bo3pact o0cnenyembix cocrapmi 64,2+2.0 roga. B kon-
TPOJIBHYIO TpyTTy Bonud 20 4eI0BeK, COMMOCTABUMBIX IO BO3PACTY M MONY C MAIllHeHTaMH OCHOBHOM
rpynmnel. Obmiee koiaudectBo T-mumdonnTtoB, cyononynsuuii CD4+ u CD8+ onpexpensiian ¢ momo-
urpt0 MoHOKIOHANBHEIX aHTHTEN (MONOCLONAL ANTI-HUMAN CD3, CD4, CDS, Sigma-Aldrich,
lepManus) MeTONIOM MPSMOM HMMYHO(IIYOPECIIEHIIMN ¢ UMMYHOIIIOOYITMHAMH, MEUEHHBIMU (iryo-
pecuenH-5-uzotuonuanarom [11]. Tect po3eTkooOpazoBaHUs MCIOIB30BATIH ISl ONPEACIICHUS yPOB-
Hs1 T-aktuBHBIX auMdonuToB [12]. Konmenrpamun IgM, IgA u IgG onpenensnu ¢ momMompio Habo-
poB peaktuBoB ELISA (Human IgG total ELISA, Human IgA total ELISA, Human IgM total ELISA,
eBioscience, ABctpus). Hamnune nupkynupyrommux nuMMyHHBIX komiuiekcoB (LK) B ceiBopoTke
KPOBH OMPENEIsIH METOJAOM ocaxaeHus mommdTuieHrmukonem (I191-6000) [13]. Murpanuonnas
AKTUBHOCTH JICHKOIIMTOB B TPHCYTCTBHHM TKAaHEBBIX M OaKTEPHAIBHBIX AHTUTCHOB OIEHWBAJIAChH
B PUMIJI [14]. lns uccrnenoBaHUsS CTUMYJIHPOBAHHONW MHTPAIIUN JICHKOIMTOB NMPUMEHSIH TKaHE-
BbIC aHTUTCHBI KOCTH, XpAIlla U CHHOBHAJIBHOW 00OJNOYKH, a Takke OaKTepua bHBbIC aHTHTEHBI St.
aureus, Str. pyogenes. B kauecTBe TKaHEBBIX aHTHUTCHOB HCIIOIH30BAIIN IKCTPAKTHI TOMOT€HATOB CO-
oTBeTCTBYIOMUX TKaHel Ha 0,9 %-HoM pactBope NaCl ¢ koHeuHbIM conepkanueM Oeska 100 MKT/miI.
J17151 OLIEHKW MUTPAIIMOHHOM aKTUBHOCTH JIGHKOLIUTOB PaCCUUTHIBAIH HHACKC Murpanuu (UM), cooT-
BETCTBYIOIIUH OTHOMICHUIO TUIOIMIAAH MUTPAIIMH B OMBITHOHN MpoOe K TAaKOBOH B KOHTPOJIE. YPOBEHD
AyTOMMMYHHBIX JTUM(PO- U TPaHYJIONUTOTOKCHYECKHX aHTHTEN ONPENesid MO0 COOTBETCTBYIOLIECH
Metoauke [15]. Cratuctudeckas oOpaboTKa IMpoBeacHa ¢ TOMOIIBIO TTakeTa mporpamm Statistica 10.0.
15 cpaBHEHUS BEJIMUMH MCTIONB30BaH ~KpuTepuil CThlofieHTa. JJoCTOBEpHBIMU CUUTATN PA3TNYNA
npu p < 0,05.

Pe3yabTaThl M HX 00cysK/IeHHe. Y OOJTBHBIX KOKCAPTPO30M B CPAaBHEHUH C JIMIIAMH T'PYIIIHI KOH-
Tpoiasi HaOmroganoch yseiauueHue yposHer IgM, IgA u IgG na 36,3; 20,5 u 14,4 % cOOTBETCTBEHHO
(rabm. 1). Kpome TOro, 0TMEJanoch MOBBIMICHHE YPOBHEH ayTOMMMYHHBIX JTUMQOIUTOTOKCHUSCKUX
antuten Ha 45,1 % ¥ ayTOUMMYHHBIX TPaHYJIOIUTOTOKCHYECKUX aHTUTEN Ha 28,3 %, CBUAETENbCTBRY-
IOIee O BHIPAKEHHON aKTHUBAIMH T'YMOPAJIBHBIX (DAKTOPOB B OTHOIIEHUH COOCTBEHHBIX KJIETOK B TIa-
ToreHese KokcapTpo3a. Co CTOPOHBI KJIETOYHOTO 3B€HA IMMYHHUTETA y MAIlMEHTOB ONPEAEIAIOoCh CHU-
xenue ypoBHei CD3+, T-aktuBHbiXx nmumdoruto u CD8+ Ha 14,2; 14,9 u 34,9 % cOOTBETCTBEHHO.
Ha m3menenme KIeTOYHBIX MEXaHM3MOB HMMYHHOTO OTBETA MPHU KOKCAPTPO3€ yKa3bIBAIOT U APYTHE
aBTOPHI [2].
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Tabnumua L [Ipn wmccnemoBaHWM KJIETOYHO-CIIEIM(PUIESCKOTO OTBE-

Obmue HMMYHOIOTHIECKHE NOKA3ATE/N Ta y GOJBIIMHCTBA IMAIHEHTOB C KOKCAPTPO30M OTMEUAIIOCH
y 00JIBHBIX KOKCAPTPO30M .

yckopenne Murparuu neiikorutoB (MM > 1,1) Ha TkaHeBbIe

antureHbl. Tak, moeimenue UM (> 1,1) B IpUCYTCTBUH aH-

THUTEHOB KOCTHOHN TKaHU BBISABICHO y 63 (57,27 %) nutl, a cHU-

Table 1. Generalimmunological
parameters in patients with coxarthrosis

Ipymna Bobibic xeHue UM (< 0,9) —y 15 (13,63 %). UM > 1,1 Ha aHTUTeHBI
Hoxasareae Sy | et | xpamesolt Tkanu onpenenscs y 60 (54,5 %) maiueHTos,
1M, o/ 1212003 | 1.65+005 | alAM<09-y15 (13,63 %). UM > 1,1 Ha aHTUTCHBI CHHOBH-
IgA, t/n 2.00£0.08 | 241011 anpHOI 060mouky BeIsBIeH y 50 (45,45 %) nmui, a UM < 0,9 —
1sG, t/n 11102050 | 1270£057°| Y 28 (25,45 %). Y ocrtanpHBIX manueHTOB M Ha TKaHEeBbIE
Aytom. muvd. | 6,202043 | 15,20+0,51° | AHTHTCHBI ONIPE/IETICH B pedepentueix nmpeaenax (0,9—-1,1).
anrturena, % B oTHomeHnn GakTepuaIbHBIX AHTUTEHOB MOYTH Y I10-
Aytonm. rpanyn. | 4,30£0,20 | 9,82+0,32° JIOBUHBI TariueHToB (47 (41,8 %) denoBeKk) OTMEUYEHO Ipo-
anTuTena, % SIBJICHUE TYMOPAJIGHOTO THMA peakiuu (YCKOpEHUE MH-
CD3+, % 65,50+3,47 | 56,20+3,11" | rpamuu JIEHKOIMTOB) Ha aHTUTEHBI Str. pyogenes Uy Tpe-
T-axt. v, % | 34,80+2,01 | 29,60+1,41" | tu manuentoB (34 (31 %) uenoBeka) — Topmoxkenune (MM
CD4+, % 38,40+£3,17 |40,20+3,37"| < 0,9). HampoTruB, Ha aHTUI€HBI St. aureus ONPEACIIOCH
CD8+ % 24,63£2,61 | 1590£1,85" |  cpaBHUTEIBHO OJUHAKOBOE IO 4acTOTE Kak yckopeHue (39
*p<0,05. (35,4 %) uenoBek), TaK ¥ TOPMOKEHUE MHUTPAITHH JICHKOIIH-

T0B (43 (39,0 %) manuenTa).

[IporpeccupoBanme KOKCapTpo3a COMPOBOXKIAIOCH 3aKOHOMEPHBIM yBEIMYCHHEM ypPOBHEH
BCEX KJIACCOB MMMYHOTJIOOYJIMHOB. Tak, OTMEUEHO CIIeAYIolee MOBBIIIeHne X ypoBHel: IgM — ot
1,07+0,03 v/n nipu I crapum no 1,76+0,06 r/n ipu IV craguu, IgA — ot 1,83+£0,08 /i ipu [ cranuu no
2,57+0,20 r/n npu 1V craguu, IgG — ot 10,06+£0,63 r/n npu I craguu no 13,60+0,82 r/n npu 1V cra-
nun. Kak BumHO U3 Ta0u. 2, HaOIogaeMble OTIIMYHS B CONECPKAaHUHA UMMYHOTJIOOYJTHHOB MEX Iy BCEMHU
CTaIMsAMH KOKCApTPO3a CBUACTEIBCTBYIOT O BO3MOXXHOCTH HCIIOJIB30BATh OIpE/EICHNe MX YPOBHEU
IUISt MOHUTOPUHTA TIPOTPECCUPOBAHUS KOKCAPTPO3a.

B xneToyHOM 3BEeHE MMMYHUTETA BBIPAXKEHHBIC H3MEHEHUsI HaOmromanuck npu IV craguu 3adode-
BaHMS B BuJie cHIbKeHUs ypoBHeld CD3+ u CD8+ na 11,0 u 38,4 % cOOTBETCTBEHHO B CpaBHEHUU C Ta-
KOBBIMH Y 0OJIbHBIX KOKcapTpo3oM | craguu. [Ipu 3TOM 0TMEYEHO JIOCTOBEPHOE YBEIUYCHUE HMMYHO-

Taonumoma 2. OO6mue n cnenupuieckue MMMYHOJOTHYECKHE MOKA3aTe/H IPH NPOrPecCHPOBAHUHI
KOKcapTpo3a

Table 2. Generaland specificimmunological parameters in the progression of coxarthrosis

(= 20) Crausi KOKcapTpo3a
11 (n = 24) 111 (n = 31) IV (n=35)

IgM, r/n 1,07+0,03 1,34+0,04" 1,52+0,06" 1,760,067
IgA, t/n 1,83+£0,08 2,02+0,10" 2,24+0,17"" 2,57+0,207
1gG, /n 10,06+0,63 10,55+0,67 11,93 +,747 13,600,827/
Ayrtoum. numd. anturena, % 13,45+1,12 13,51+1,20 13,00+1,17 16,22+1,30""
AyTtouM. rpanyi. anturena, % 10,75+0,70 12,92+1,00 9,53+0,60 9,61+0,62
CD3+, % 61,30+3,81 61,50+3,60 56,50+3,51 54,50+3,40"
T-aktus. mumMpouuTsl, % 37,30+£2,30 35,16+2,23 27,50+1,70° 29,20+ 1,84"
CD4+, % 38,00+2,70 41,40+3,32 36,25+2,40 40,22+3,10
CD8+, % 23,30+1,77 20,16+1,54 20,25+1,60 14,33 +1,407"
LUK, ycn. en. 62,12+3,00 86,50+4,21 92,5+6,10" 81,80+4,00"
LIF, M£+m 1,20+0,05 1,11£0,02 1,14+0,04 1,00£0,03"
WM Ha aHTUTEHBl | KOCTH 1,17+£0,04 1,08+0,01 1,124+0,02™ 1,200,047

Xpsiiia 1,16+0,02 1,15+£0,02 1,22+0,03" 1,13+0,01""

CHHOB. 000JI0YKH 1,11+0,03 1,07+0,01 1,16+0,01" 1,08+0,02"

IMMpumeuanue JocroBeprocts pazmuunii (p < 0,05) B cpaBHeHuu ¢ GonmbHBIMU KokcapTposoM [ (%), IT () u 1T
(") cranun.



Beci HaupisiHanpHaii akaapmii HaByk benapyci. Cepbist MenbIbIHCKIX HaBYK. 2017. Ned. C. 93-101 97

perynsitopaoro uanekca (MPU) ot 1,96+0,04 (mpu | cragnu kokcaptpo3sa) mo 3,22+0,07 (mpu IV cra-
MW KOKcapTpo3a). YpoBeHb T-akTuBHBIX TuMporuToB cHrkamics Ha Il u IV cragusax 3aboneBanus
Ha 26,2 u 21,7 % B CpaBHEHHUH C TAKOBBIM Yy OOJNBHBIX KOKcapTpo3oM | craguu. Onpenensinch yBenu-
YeHHBIC YPOBHHU HUPKYIUPYIOMHUX UMMYHHBIX KOMILJIEKCOB Ha BCEX CTAIUSAX 3a00IeBaHuUs, IPH 3TOM
OCHOBHOM IMHK TojbeMa HabOroancs Ha Il crajguu kokcapTposa.

YpoBeHb HCXOTHOTO GakTopa TopMOKeHHs Murpanuu Jieiikonutos (LIF) npu I cragum kokcapTpo-
3a okazaycs Hke (MM = 1,2+0,05), vem ipu IV cragun (MM = 1,04+0,03), aTo moaTBepkaacT TaHHBIC
0 MOBBILEHUH (PaKTOpa TOPMOKEHHUSI MUTPALIUH JICHKOLIMTOB 110 MEPE yBEJIIMYCHU S aKTHBHOCTH BOCIIa-
JUTENBHOTO mpotecca [16].

OneHka mokaszareneil crennpuueckoro UMMYHHOTO OTBETa IIPU MPOrPECCHPOBAHMU KOKCApTpO3a
B PUMJI, orpaxaroniast 1eCTPyKTUBHBIM THUIT ay TOUMMYHHBIX IPOSIBJICHU, I03BOJINIIA BBISIBUTH HEKOTO-
peie ocobennocTu. Tak, Ha [II-IV cTaguu 3a6oneBanus HAOTIOMAIOCh YCKOPEHUE MUT PAIIAH JICHKOITUTOB
Ha aHTUreHbl KOCTHOU TkaHu — UM = 1,12+0,02 u UM = 1,24+0,04 coorBeTcTBerHo. [Ipu 111 cTanun kok-
capTpo3a 0TMEUaoch TAK)KEe YCKOPEHHE MUTPALIMH JICHKOLMTOB Ha aHTUreHbl xpsima — UM = 1,22+0,03,
cuHoBUaNbHON 00osouku — UM = 1,16+0,01. IIpu IV xe craguu 3a0oneBanus no cpasaenuto c 11 cra-
Jel HaOlllo1aIoch He YCKOPEHHUE, @ OTHOCHTENBHOE TOPMOKEHHE MUTPAIH JICHKOLIMTOB HA aHTUTCHBI
Xpsina ¥ cCHHOBHAIBHOU 060m0uku — UM = 1,13+0,01 1 UM = 1,08+0,02 cOOTBETCTBEHHO.

B cBs31 ¢ pa3TUIHBIM THUIIOM PEaKIINK Ha OakTepuaabHbie aHTUTeHB B PUMJI 6611 mpoBeieH aHa-
JIN3 paclpeieeHus MalueHTOB B 3aBUCUMOCTH OT I'yMOPAJIbHOTO MJIM KJIETOYHOI'O THUIIA CEHCHOMIIN-
3auuu (YCKOPEHHS WM TOPMOXKCHUSI MUTpaluu JieiikouuTos) (puc. 1, 2). Oka3zanock, yto Ha | ctaguu
3a0o0seBaHus HAOMIOAAETCSI OTHOCUTENIBHO OJMHAKOBOE paclpeiesieHUe MAaUeHTOB 110 XapaKTepy Kie-
TOYHO-CIEeNU(PUUSCKOr0 OTBETa HAa aHTUTeHbI Str. pyogenes B PUMJI — o 37,5 % ¢ UM < 0,9 u UM
> 1,1. Hpwm II u 11 cragusax 3aboneBanus HaOIIOAAIOCH MPEBAINPOBAHNE MAIIMEHTOB C YCKOPEHHBIM
TUTIOM MHTpaIMH JEHKOIMTOB Ha aHTUreHbl Str. pyogenes (50 u 40,5 % coorBercTBeHHO0). Ha IV xe
CTaZMM JOJIS JIMIL C TOPMOXXEHHUEM MMIpallUM JICHKOLUTOB HA aHTUICHBI Str. pyogenes BO3pocia Ha
11,5 % B cpaBHeHuu ¢ TakoBoii npu I1I cranun.

Ha anturenst St. aureus B PUMIJI Ha | cTanuu KokcapTpo3a BbISBICHO IPEBAJUPOBAHUE JUL C TOP-
MO3HBIM THIIOM peakiuu (50 %). Ha II-II1 craauu, kak u s Str. pyogenes, daiie HaOIOANICS YCKO-
peHHBbI THO peakuuu — y 43,4 u 47,3 % manueHToB COOTBETCTBEHHO, a Ha IV cTagum kokcapTposa
KOJIMYECTBO JIUII C KJIETOYHOW CeHCHOMIn3anuel BHOBb Bo3pociio — Ha 18,9 % B cpaBHEHWH C UX KOJIH-
yectBOoM nipu III cTannu kokcapTpo3sa.

B cBsi3u C BBISIBICHHON TEHACHIMEH K H3MEHEHHUIO KJIETOYHOIO OTBETa Ha OaKTepHaibHbIEe aHTUTe-
HBI TIPU IPOTPECCHPOBAHNH KOKCAPTPO3a MPOBECH aHAIN3 paclpeesieHus MalueHTOB M0 KJIETOYHO-
My OTBETY M Ha TKaHEBbIC aHTUTEHBI. Tak, Ha BCEX CTaAMIX KOKCAPTPO3a JOMHUHUPOBAIO KOJIUIECTBO
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Fig. 1. Distribution of patients with leukocyte migration inhibition to bacterial and tissue antigens in the progression
of coxarthrosis
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Fig. 2. Distribution of patients with leukocyte migration enhancement to bacterial and tissue antigens in the progression
of coxarthrosis

JIMI ¢ YCKOPEHHBIM THIIOM MUI'PALUU JICHKOLMTOB Ha aHTUI€Hbl KOCTHOW TKaHH, JOCTHUTAIOLIEE Hau-
Oonbmero nokasarens npu IV cragum — 68,1 %. AHanornuHo HaONIOJANOCh MPEBATUPOBAHUE JIHIL
C YCKOPEHHBIM XapaKTepOM MHTPAIMHU JEHKOIMTOB U HA AHTUTEHBI XPSIIEBON TKaHW U CHHOBHAJIBHON
0007104KH, onHaKo Ha [V craguu 3a0oeBaHMs BBISBICHO YBEIMUYECHUE JOIH MALUEHTOB C TOPMOXKEHH-
€M MHTPAINH JCHKOIIMTOB HA aHTUTCHBI XPsIIIa ¥ CHHOBHAIBHON 000m0uku Ha 14,9 u 11,7 % cooTBeT-
CTBCHHO.

[lo MHEHHIO OOJIBIIMHCTBA aBTOPOB, BEyIIas POJib B MHAYKIIMH 2y TOMMMYHHBIX COCTOSIHUH TIpH-
HaJUJISKUAT BUpYcaM, OaKTepusaM, mpocTedmuM u rpudam [17-20].

Tak, ycTaHOBJIEHBI acCOLMAIMM AyTOMMMYHHBIX MOpPaXeHWH COEAMHUTENbHOTKAHHON TKaHU
C -reMONUTHYECKUM CTPENTOKOKKOM I'PyHIbl A, HEPCUHUAMM, CaJIbMOHEIIAMH, XJIAMHIUAMU, MU-
KOOaKTepHsIMHU, KaMIUIOOaKTepusiMU U Ap. PaccMoTpeHbl Tpy MexaHHM3Ma 3alycKa ayTOMMMYHHBIX
IpoLEecCcOB MH(MEKLNOHHBIMM areHTaMu: MOJICKYJISIpHAasT MUMHUKpPHS, NOJUKJIOHAIbHAsA Hecnenudu-
YecKasi M OMOCPEAOBaHHAasl aKTUBALMSI MMMYHHOH CUCTEMBI BCIIEACTBUE XPOHMUECKON MHpeKuuu [7].
JomuHupytomasi KOHUENIUS «MOJIEKYJISPHOH MUMUKpUUNY, TipejsioxkenHas P. [lomeiiHoM U OCHOBaH-
Hasl Ha CTPYKTYPHOM CXOZICTBE NATOTreHa MM €ro METa0OIUTOB C TKAHSIMH YEJIOBEKa, BO MHOTOM 00b-
SCHSAET aCCOIMAINIO0 NH(EKITMOHHOTO U Ay TONMMYHHOTO TiporieccoB [21]. OmocpenoBanHast ak THBALIKS
MpeanoiaraeT, YTo HUTOTOKCHYECKUE (PaKTOphl OpraHu3Ma CHOCOOHBI YHHUYTOXATh HE TOJIBKO MH(U-
LIUPOBaHHBIC, HO U ONMu3NeKamme KieTku. [Ipy xpoHnueckoit nHQEKIMH MUKPOO MOXKET JJIUTEITHHO
HaXOOUTHCS B KJIETKAX CTPOMBI, UTO MO3BOJIIET eMy M30erarb MMMYHHOI'O OTBETa, OAHAKO OOHapy-
KCHUE U YHHUTOKCHUE UMMYHHOM CHCTEMOI TaKUX KJIETOK OTpa)kaeTcs: Ha ()YHKIIMOHAIBHOM COCTO-
STHUM MH(QUUMPOBAHHOW TKaHU. B KauecTBe mpuUMepoB MPENCTABICHBI ayTOMMMYHHBIH MHOKapAHT,
MEJJICHHO MPOrpecCupylomias JeMHETHHU3AIMS P ay TOHMMYHHOM 3HIuedasomuenute. [lo MHeHHTO
C.B. CyukoBa (2008), arpeccuss MUKpOOOB 3a9aCTyI0 CTAHOBHUTCS IPUYNHON CPBIBA €CTECTBEHHOM TO-
JIEPaHTHOCTH M ayTOMMMYHHBIX HapyIIEHHH, YTO HEOOXOOMMO paccMaTpuBaTh Kak OCJIOKHEHUE WH-
(hexmonHoro mporiecca [8, 22, 23].

B npenpiaynmx Halmx ucciae10BaHUsAX BbIsSBJIEHA aCCOLMALIMS TUIIOB KJIETOUHOro oTBeTa B PUMII
Ha OakTepualbHbIE U TKAaHEBBbIE AHTUTEHBI MO JIOCTOBEPHO BBICOKUM KOd((HIIMEHTaM KOPPESIIIH.
Tak, y manueHToB ¢ BOCHAIUTENBHO-IUCTPOPUIESCKUMHU 3a00J€BaHUSIMU MTO3BOHOYHMKA M CYCTaBOB
WM Ha anturens! St. aureus u Str. pyogenes xoppenupoBayiu ¢ UM Ha aHTUTeHbl CHHOBHAIBHON 000-
JIOUKHU U XpAweBod TkaHu [24]. [loaToMy MonydeHHBIE PE3yNbTATHI [0 YBEIUYCHUIO KOJUYECTBA Ma-
LIUEHTOB C KJICTOYHOM CEHCHUOMJIM3AIlMell Ha aHTUICHbI CMHOBUAIBLHON 000JIOUKH, XPSIICBONH TKaHH,
Str. pyogenes u St. aureus Ha IV cTaguu KokcapTpo3a HECIy4YaiHbl U MOTYT OBITh OOBSICHEHBI CTPYK-
TYPHBIM CXOJICTBOM TKAHEBBIX U OaKTepHaIbHBIX AaHTUT'CHOB.
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ITorydeHHble HAMH pe3yJIBTaThl CBUACTEILCTBYIOT 00 ayTOMMMYHHOM TeHe3e KOKcapTpo3a, OIo-
CpelOBaHHOM MHUKPOOHOW CEHCHOMIIM3AIMEH, U COBNAJAIOT C BBIBOAAMH JPYTHUX aBTOPOB [25] 0 ToM,
YTO W3YUYCHUE aKTUBHOCTH ayTOMMMYHHOT'O OTBETa K COOCTBEHHBIM TKAaHSIM HEOOXOAMMO B IPOTHO-
3UPOBAHUU TCUCHUS PA3ZIUYHBIX 3a00JCBAHUN U CHHAPOMOB (HE TOJBKO ayTOMMMYHHBIX), TIOCKOJIb-
Ky aHalln3 CIeHU(PUICCKUX IOKa3aTelied ayTOMMMYHHOTO OTBETa MO3BOJISICT CYAUTH O HAaYWHAIO-
IIUXCS WU YK€ MaHHU(ECTHPOBABIINX MATOJOTHYECKUX IMPOIleccax JIFOO0H OpraHHOH JIOKAJH3AIIHH.
[Tpu 3TOM KOppPEKIUs U3MEHEHU OpraHOCHIECIIU(PHUISCKOT0 ay TOMMMYHHUTETA MO3BOJIUT CBOCBPEMEHHO
MOJTyJINPOBATh KIMHUYCCKYI0 MaHU(ECTAIIMIO COOTBETCTBYOMIUX (POPM MATOJIOTUH.

3akiouenue. Y OOJNBHBIX KOKCAPTPO30M OTMEUCHO MPEBAIUPOBAHUE T'YMOPATHHOTO M JACPHUITUAT
KJIETOYHOrO0 MMMYHMTETA B BUJE NOBbIIeHUs ypoBHeW IgM, IgA, IgG, Bo3pacTaromux no Mepe yTs-
JKEJIGHUS CTaJuu 3a0o0NieBaHus, U CHIDKeHue cogepxkanus CD3+, CD8+ u T-akTUBHBIX TUMQOIHUTOB.
O JIecTpyKTHBHBIX MPOLIECCAX B COSAMHUTENBHON TKAHU CBUICTEIHCTBYET YBEIMUYCHHUE YPOBHEH ay-
TOUMMYHHBIX JTUM(]O- ¥ TPaHYIOIMUTOTOKCHYECKUX aHTHTEN. CrienupuIecKnii UMMYHHBIN OTBET Xa-
pakTepusyeTcs KieTodyHoi ceHcuOmnnuzamueinr B8 PUMIJI (wamie mo yckopeHHOMY THIY) K aHTHUTeHAM
KOCTH, XpsIIlla U CHHOBUAJILHOW 000JIOUKH, IPU ITOM B OTHOIICHHH OaKTepUaIbHBIX aHTUTEHOB Ha St7.
pyogenes TOMUHUPYET YCKOPEHUE MUTPAIIUU JCHKOIIUTOB, a Ha St. aureus — Topmoxkenue. [Ipu IV cra-
Jiu 3a0o0JieBaHUs OTMeuaeTcs aeuuut T-CynpeccopHOro 3BeHa ¢ aKTHUBAIUCH KJICTOYHOI'O ayTOUM-
MYHHOTO OTBETAa Ha aHTHUTCHBI XPSAIMIEBOH TKAaHW W CHHOBHAJIHHOW OOOJIOYKH, OIIOCPEIOBAHHONH MHU-
KpOOHOW ceHcHOWIM3amue K aHTUTreHaMm Str. pyogenes W St. aureus. BuISBIeHHas CTaTHCTHYECKH
JIOCTOBEPHAs acCOLMAIUsI OJHOHAIIPABICHHOCTH KJIETOUYHOW CEHCHOMIIM3AIMU K TKAHEBBIM M OaKTe-
pHATBHBIM aHTUTEHAM MOXKET ObITh O0BSCHEHA SIBJICHUEM aHTUT'C€HHON MUMUKPHUH, TIO3TOMY JIJIsSI CBOE-
BPEMEHHOH TEeparneBTUUECKON KOPPEKIIMU MPH KOKCAPTPO3e HEOOXOAUM KOHTPOJIh CIEIH(PHUICCKOTO
KJIETOYHOTO ayTOMMMYHHOT'O OTBETA.

KonpaukT nHTEpEcOB. ABTOPHI 3a5BIISIFOT 00 OTCYTCTBUU KOH(DIUKTa HHTEPECOB.
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