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B3AHMOCBA3b MEAHUATOPA AHI'MHOI'EHE3A VEGF-A

C NTAPAMETPAMH METABOJIU3MA TJIYTATHOHA
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PesioMme

BBepeHmne. [1pu cCTEeMHBIX @yTOUMMYHHBIX 3a00AeBaHUAX C HopaskeHneM cycTaBoB (CA3ITC) mpoucxopdaT HapyIlIeHns
QHTrMoreHe3a, Urparoljre KAIOUEeBYIO POAB B IIPOTPeCCUPOBAaHUU IPOAMMEepPaTUBHOIO CHHOBUTA U B PA3BUTHUU ITOPa>KeHUNH
BHYTPEHHUX OpraHoB. M306bITOUHAasI HPOAYKIIHUS daKTopa pocTa 9HAOTeAnst cocypoB VEGF-A, ocHOBHOro MepraTOpa aHImo-
reHesa, IPUBOAUT K YCHACHUIO BOCIIAAUTEABLHOTO IIpoliecca.

ITeAp paboOTHI COCTOSIAA B U3ydyeHUHU B3auMocBa3Uu VEGF-A ¢ nmokasaTeasiMU MeTaOOAM3Ma I'AyTaTUOHA, aKTUBHOCTBIO
npolecca ¥ UMMyHHoro craryca npu CA3TIIC.

Marepuan u MeTOABI. beian o6caepoBanbl 58 nanueHToB ¢ CA3IIC. I'pynry cpaBHeHUsI COCTaBUAU 45 3A0POBBIX AHII.
AHaAM3UPOBaAAU OCHOBHEIE KAMHUYECKHE ITIOKa3aTeAr U PeBMaTOUAHLIN (pbakTop (PD). Ars ompepereHUs aKTUBHOCTH IIPO-
ecca pacCYUTBhIBaAM MHAEKCHI DAS28 aAng 60ABHBIX peBMAaTOUAHBIM apTpUuToM (PA) n BASDAI Anst GOABHBIX @HKUAO3UPY-
oMM crnoHAUAOApTpUTOM (AC). B apUTpOonUTax ONPEAEAsIAd aKTUBHOCTU (DEPMEHTOB I'AyTaTHUOHIepoKcuAassl (I'TIO),
rayratTuoHpeayKkrassl (I'P), cynepokcuppucmyTassl (COA) u copepskanue GSH.

PeszyabpTatsel ITpu CA3IIC 6oaee ueM Ha 30 % MOBBILIEH yPOBeHb celBoOpoTouHoro VEGEF-A, a B apuTponuTax B 2 pasa
cHU>KeHa KoHIleHTpanusa GSH, moutu B 2 pa3a cHu>XeHa akTUBHOCTB [ TIO u npuMepHO Ha 20 % CHU>KeHa aKTUBHOCTB ['P 110
CpaBHEHHIO C AOHOpaMu. BerssBaeHBI Koppeaanus ypoBHsA VEGF-A c aktuBHocTeIo I'P (R=0,579; P=0,03) y 60ABHBIX PA Cc yme-
PEHHOM aKTUBHOCTBIO IIpOllecca U OTCYTCTBHE B3aUMOCBSI31 9TUX ITapaMeTPOB C aKTUBHOCTLIO Ipoliecca Ipu AC. AKTUBHOCTb
kak I['TIO, tak u I'P y 60oabHBIX CA3IIC ¢ PO 6bira HIKe 6oaee ueM B 1,5 pasa, a aktuBHOCTE COA, — BABOE HUJKE KOHTPOAS.
Yposenb VEGF-A B mra3zMe KPOBU OIIPEAEASIAU METOAOM TBEPAO(]a3HOro HEKOHKYPEHTHOI'O UMMYHOMEPMEeHTHOTO aHAAU3a.

BriBoABI. YBeandeHue ypoBHs VEGF-A B nraszme kpoBu 60AbHBIX ¢ CA3ITC HanboAee BEIpaykeHO Yy OOABHEBIX PA ¢ yme-
PEHHOM aKTUBHOCTBIO IIpoIiecca U cBsizaHo ¢ HaanumeM PO. Bzaumocsasb aktuBHocTy I'P 1 VEGF-A yKkasbeIBaeT Ha 0COOYIO
POAB 3TOro (pepMeHTa B PEryAsIIUuU aHruoreHesa npu PA.

KaroueBnle cAOBa: peBMaTOMAHBIM aPTPUT, @aHI'MOTeHe3, SHAOTEANAaAbHas AUCHYHKIINS, TAYTaTHOH PeAyKTasa, (pakKTop
pocTta s3HpAO0TeAus cocypoB VEGF-A, GSH
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SUMMARY

Introduction. In systemic autoimmune diseases with joint damage (SADJD), impaired angiogenesis occurs, which plays
a key role in the progression of proliferative synovitis and in the development of lesions of the internal organs. Excessive
production of vascular endothelial growth factor VEGF-A, the main mediator of angiogenesis, leads to an increase of the
inflammatory process.

The objective of the work was to study the relationship of VEGF-A with glutathione metabolism parameters, activity of
the process and immune status in systemic autoimmune diseases with joint damage.

Material and methods. 58 patients with systemic autoimmune diseases with joint damage were examined. The comparison
group consisted of 45 healthy individuals. The main clinical parameters and rheumatoid factor (RF) were analyzed. To
determine the activity of the process, we calculated the indices DAS28 for patients with rheumatoid arthritis (RA) and BASDAI
for patients with ankylosing spondylarthritis (AS). The activities of the enzymes glutathione peroxidase (GPO), glutathione
reductase (GR), superoxide dismutase (SOD) and the content of GSH were determined in erythrocytes.

Results. The level of serum VEGF-A in patients with systemic autoimmune diseases with joint damage was increased more
than 30 %, in erythrocytes the concentration of GSH and GPO activity were 2 times lower and almost 2 times lower respectively,
and GR activity was reduced by about 20 % compared with donors. A correlation was found between the level of VEGF-A and
GR activity (R = 0.579; P = 0.03) in RA patients with moderate activity of the process, and absence of relationship between
these parameters and the activity of the process in AS. The activity of both GPO and GR in patients with RF was lower by
more than 1.5 times, and SOD activity was twice lower than control. The VEGF-A level in the blood plasma was determined
by the method of non-competitive enzyme immunoassay.

Conclusion. The increase in VEGF-A level in the blood plasma of patients with systemic autoimmune diseases with joint
damage is most pronounced in RA patients with moderate activity of the process and is associated with the presence of RF.
The relationship of VEGF-A and GR activity indicates a special role for this enzyme in the regulation of angiogenesis in RA.

Keywords: theumatoid arthritis, angiogenesis, endothelial dysfunction, glutathione reductase, VEGF-A, GSH

Alexandrova L. A., Filippova N. A., Iman A., Subbotina T. F., Zhloba A. A, Trofimov V. I. Interrelationship of the mediator of angiogenesis
of VEGF-A with glutathione metabolism parameters and the clinical characteristics of systemic autoimmune diseases with joint damage.
The Scientific Notes of IPP-SPSMU. 2018;25(4):64 —69. (In Russ.). DOI: 10.24884/1607-4181-2018-25-4-64-69.

* Corresponding author: Ludmila A. Alexandrova, Pavlov University, 6-8 L'va Tolstogo street, Saint-Petersburg, Russia, 197022. E-mail: Laa2004@mail.ru.

BBEAEHHE

ITpu cHUCTEMHBIX ayTOMMMYHHBIX 3a00A€BaHUAX
C TIOpa’keHWeM CyCTaBOB, TAKMX KaK PEBMATOUAHBIHN
apTputT (PA) u aHKUAO3UPYIOWIUN CIIOHAUAOAPTPUT
(AC), mpoucxXoApAT HaApyILIEHUS aHTUOTeHe3a, Urpa-
IOIIe KAIOUEBYIO POAB U B IPOTPECCUPOBAHUN IIPO-
AndEepaTUBHOIO CHHOBUTA, U B PA3BUTHHU ITIOPAKEHUU
BHYTPEHHUX OPraHoB [1]. ['Mnepnra3usg CHHOBUM U ee
BOCTIAAUTEAbHAs THPUABTPAIINS IPUBOAIT K THIIOKCUN
CUHOBUAABHOM OOOAOYKHU [2 — 4], 4TO, B CBOIO OUEPEAD,
CIIOCOOCTBYET IIOBBIIIEHUIO IIPOAYKLIMU HHAYIIUPY-
emoro runokcue pakropa (HIF-aabda), 3amryckarorte-
TO psiA IIPOLLECCOB, HAIIPABAEHHBIX Ha KOMIIEHCAIIUIO
BO3HHUKaloMeN r'uIoKcuH [5]. OANH U3 HUX — IIPOAYK-
nu4g pakTopa pocTa 3HAOTeAus cocypoB VEGF-A —
OCHOBHOT'O MeAHaTOpa aHruoreHesa [6].

AHrnoreHes TeCHO CBsI3aH C MOOMAM3AIIEH BOCIIa-
AUTEABHBIX KAETOK, KOTOPBIE CAYKAT UCTOUHUKOM aK-
TUBHBIX opM KucAropopa (ADK), n36BITOK KOTOPBIX
MIPUBOAUT K OKHCAUTeAbBHOMY cTpeccy (OC) [4, 5].
OTa PyHKIIMOHAABHAS CBSI3b MEXKAY 3aBUCUMOMN OT
BocmareHus reHeparnuent AOK u aHTHOTeHEe30M UT-
paeT Ba’)KHYIO POAb Ha PA3AWYHBIX CTAAUSAX Pa3BU-
THS IIpoliecca, HauuHasl CO CTAaAMU MHUIMAIAH, AO
Backyagpusanuu [6]. boaee Toro, mpu OOABIIUHCTBE
natororuit OC AeHCTByeT KaK 4acTh MeXaHU3Ma I10-
AOKUTEABHOM 0OpaTHOU CBA3M [2, 3].

OKUCAUTEABHBIN CTPEeCC, KOTOPBIN OIIPEeAEAIeTCs
KakK AMCOAnaHC ME>KAY IMPOOKCHAAHTHBIMU U @HTU-
OKCHUAQHTHBIMM CUCTEMaMH, MOJKET OBITh U IPUYNHOMH,
U CAEACTBHEM MHOI'MX COCYAHCTBIX OCAOKHEHHH, a
TaKKe CAY’KUT OAHUM M3 GMOMapKepoB ITaTOAOTHYe-
ckux cocrostau. ADOK MOryT reHeprupoBaThCs BCEMU

TUIIAMM COCYAUCTBIX KAETOK, BKAIOUasl 3HAOTEAU-
aAbHBIE KAETKU, KAETKH TAAAKOM MYCKYAQTYPBI, aA-
BeHTHUIIMaAbHBIe (PUOPOOAACTHI U IIePUBACKYASIPHEBIE
apunonuTel [7, 8]. B BbhicOkux KoHIleHTparusax AOK
TOKCHYHBI, @ HU3KHe (PU3UOAOTHYECKUe YPOBHHU CIIO-
COOCTBYIOT @KTHMBAIIMU CUTHAABHBIX ITyTeH, CIIOCOOCT-
BYIOIIUX pereHepaliy 1 POCTy COCyAOB U TKaHel [9]. B
OTHOIIIEHNHU CYIIePOKCUAHBIX PAANKAAOB B MOAEABHBIX
3KCIIepUMeHTaX II0Ka3aHo, YTO HU3KUM YPOBEHb CY-
nepokcupa (9,8 — 11,4 IMOAB/MT) CTUMYAUPYET aHTHO-
reHe3 U BOCCTAHABAWBAET KPOBOTOK B HIIIeMUYECKOMN
TKaHU yepe3 3aBucumMblli or VEGF nyTs [11].

OAHUM U3 IIePBBIX AOKa3aTeAbCTB BansaHug ADK
Ha QHIUOreHe3 IIOCAYKUA (PaKT UHIHOMPOBAHUS
THOACOAEPIKAIIUMU COEAMHEHUSIMU IIPOaHIMOreH-
HOM aKTUBHOCTH, MHAYLUPOBAHHOU MaKpodaramu
Ha porosuile raasa KpbIchl [12]. OKucAuTeAbHas MO-
AudUKanysg 0eAKOB ObIAA TIOATBEPIKAEHA IIOCAEAYIO-
HIUMU UCCAEAOBAHUSIMHE, IIPOAEMOHCTPUPOBABIINMU
WHIMOUPOBaHMe reHepaliui MaKpodararbHbIX aHTI'U-
OTeHHBIX PAKTOPOB THOACOAEPIKAIUMU COeAUHEHNU-
amu [13]. Cesa3biBaHUe OeAKOB ¢ TayTaTuoHoM (GSH),
TaK Ha3blBaeMoe S-TAyTaTUOHUAUPOBaHUe, IPHU3Ha-
HO BaXHBIM IaTO(PU3UOAOTUUYECKUM 3BeHOM [14].
TuoaTpaHcdepasa KaTaruszupyet yparenue GSH us3
S-TAyTaTMOHUAMPOBAHHBIX OEAKOB C 00pa3oBaHUEM
OKUCAeHHOU (popMbl TayTaTroHa (GSSG), KOTOPHBIN
BOCCTAHABAMBAETCA TAyTaTHOHpeAyKrazou (I'P) B
npucyrctsuu NADPH. Takum oOpa3oM, peryasnus
S-TAYTaTHOHUAMPOBAHUSA OEAKOB, @ CAEAOBATEABHO, 1
BAUSIHME Ha IaTO(U3UOAOTHUECKUM IIPOIeCC 3aBUCST
OT aKTUBHOCTH TUOATpPaHC(HePasbl, IAyTaTUOHPEAYK-
Ta3bl 1 ypoBHert GSH 1 NADPH B kaeTkax. [Tocpea-
CTBOM OKUCAUTEABHO-BOCCTAHOBUTEABHON MOAUMDU-
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Tabauma 1
KAnHnuyecKast XxapaKTepuCTHUKa 00CA€AOBaHHBIX AMI]
Table 1

Clinical characteristics of the examined individuals

INokasaTean PeBmaroupHsbIl apTpuT | AOHOPEBL
N 48 45
BospacT, Aet 56,0 (47,2—68) 48
My>KunH/>KeHIUH 13/35 14/31
AAATEABHOCTD 8,5 (3,7—24)
3a00AeBaHU, AET
CPB, Mr/a 16,9 (3,4 —24,3) <2,6
CO3, mM/g 26,0 (15,5—3%,0) <10

KalluM PEeryAupyeTcss MUTpAIus 3HAOTEANAAbHBIX
KAeTOK, mHAyTIupoBaHHasd VEGF-A, u akTuBupyercs
curtaauszanmg nocpepcrsoM NF-kB.

Tl'omeocTa3 GSH B KAeTKe TOAAEP)KMBAETCS COTAQ-
COBAHHBIM AeMCTBHEM IAyTaTHOHIIepOKcUAa3kL (I'TIO)
U TAyTaTUOHPeAYKTassl. [TIO IIpu 3TOM MCIIOAB3yeT
GSH B KauecTBe KOCyOCTpaTa AAS BOCCTAHOBAEHUS
TUAPOIIEPEKNCH U AUTIOTIEPOKCUAOB.

Hapsay c cynntepokcuppucmyTaszoit (COA), MHAKTH-
BUpYIOIIel N30BITOUHBIE CYyIIePOKCUAHBIE PAAUKAAK,
ITIO uT'P BxopaT B cuctemy hepMenTaTuBHOU AOC.
Opanako poab GSH Kak cMTrHaABHOTO (DaKTOpa BhIXO-
AWT 3@ PAMKM @HTUOKCUAAHTHOTO 3(hbpeKTa.

B Bompoce, KakmM 06pPa3zoM CBsI3aHBI BOCIIAAe-
HUe, 9HAOTeAHaAbHasA AUCPYHKITUSA, OKUCAUTEABHBIN
CTpecC M aHTHUOTeHe3 B IeNb IaTOTeHETHIEeCKOTO Me-
xanusma npu CA3TIC, HeT SCHOCTH.

IIeAb nCCAEAOBAHMS COCTOSIAA B U3YUYEHNH B3aUMO-
CB43U (pakTOpa pocTta 3HA0TeAnsd cocyproB VEGF-A ¢
IoKaszaTeAsIMU MeTaboAu3Ma TAYTaTUOHA, aKTUBHO-
CTBIO TATOAOTHYECKOTO IIPOIlecca U ADYTUMHU XapaK-
TEPUCTUKAMU 3a00AeBaHUS NIPHU CHUCTEMHBIX ayTo-
VMMYHHBIX 3a00A€BaHUSX C IIOpa’keHUEeM CyCTaBOB
(CASIIC).

MATEPHAJT U METOAbl UCCJIEAOBAHHSA

briau o6caepoBannr 58 mamumenTos ¢ CA3IIC, u3
Hux 10 yenroBek (8 My>KUMH U 2 JKeHIIWHBI) B BO3pa-
cre 39 (31 —43) AeT U AAUTEABHOCTBIO 3a00A€BaHUS

13 (56— 23) aeTc AC, ocTtanbHble — ¢ PA. I'pynmry cpas-
HEHUS COCTaBUAM 45 3A0POBBIX AU, AHAAU3UPOBAAU
OCHOBHBIE KAMHUYECKHUE MTOKa3aTeAu (TabA. 1). Pes-
MaTOMAHLIN (hakTop (PD) 6bIA OIIpepereH y 42 maru-
eHTOB HeeAroOMeTpUYeCcKUM MEeTOAOM Ha Ipubope
«Immage» 1 BBEISIBAEH B 69 % caydaeB. AAd oIIpepe-
AEeHMS aKTUBHOCTH IIPOIlecca PacCUUThIBAaAU UHAEK-
cel DAS28 anst 6oabHBIX PA 1 BASDAI AAST OOABHBIX
AC. Ans mocaeprux nHpaeke BASDAI coctaBua 47,3
(34,1 —259,5). Y 6oabubIX PA Hu3kuil nHpekc DAS28
(<3,2) O6BIA ¥ 7 OOABHEIX, YMepeHHBIHN (3,2—5,1) —
Yy 22 4eAOBEK U y OCTAaABHBIX — BBICOKHU (>5,1).

OpUTPOITUTHI 00Pa3ITOB KPOBH, CTAOUAU3NPOBAHHOMN
IIUTPATOM HaTPHs, OTMBIBAAU ABa’KABI XOAOAHBIM (PU-
3MOAOTMYECKHM PACTBOPOM, 3aMOPA’KMBAAY ¥ XPAHUAT
B MOPO3UABHOU Kamepe pu — 82 °C A0 TIpOBeAeHUs
anaamsa. B 10 % remoan3aTax IpOBOAUAM OIIPEAEACHUE
aktuBHOCTU (pepmenToB [TIO, I'P, COA u copeprraHue
GSH [15]. KontienTpariyio reMorA0OHa M3MEPSIAU Te-
MOTAOOMHIIMAHUAHBIM METOAOM, WCIIOAB3YSI HabOPHI
pearenToB upMbl «CuHTakoH» (Poccus). YpoBeHb
VEGF-A B mAa3Me KpOBH OIIPEAECASIAU METOAOM TBEPAO-
(hpa3HOro HEKOHKYPEHTHOT'O UMMYyHO(epMEeHTHOTO aHa-
AW3a C UCIIOAB30BaHUEM KOMMeEpPUYeCKOro Habopa hup-
MBI Bender MedSystems (ABCTpus) Ha aBTOMaTUYeCKOM
anaauzaTope «EVOLIS» (Bio-Rad, CIIIA).

CTaTUCTUYEeCKUM aHAAM3 IIOAYUYEHHBIX AQHHBIX
TTPOBOAUAM C TTOMOIIBIO mporpaMmbl «SPSS 15.0 for
Windows». Pe3yAbpTaThl IPEACTABASIAU B BUAE MEAU-
aHbl U MEKKBapPTUABHOIO pasMaxa M(Q1—Q3). Aas
TTPOBEPKU TUIIOTE3Hl O PA3AWUYUN BEIOOPOK UCIIOAB-
30BaAW HellapaMeTpUYeCcKWN KPUTEPUH B CAyYae
ABYX HE3aBHCHUMBIX BEIOOPOK — MaHHa — YUTHY,
a A TPeX He3aBUCUMBIX BEIOOPOK — Kpackena —
Yoaneca. I'Tpu p<0,05 pazanuusa Me>RKAYy BIOOpKaMu
CUMTAAM AOCTOBEPHBIMU. AN OITEHKU KOPPEASITUOH-
HBIX CBSI3€M UCTIOAB30BaAY PAHTOBLIN KO pUuiineHT
Koppeasiiuu CoupMeHa.

PE3YJILTATbI HCCJIEAOBAHHA
H HX OBCYXAEHHE

Kaxk BUAHO U3 A@HHBIX TaOA. 2, B IpyIiie OOABHBIX
CAZ3TIC B iAa3Me KpOBHU AOCTOBepHO 60aee ueM Ha 30
% noBeIIeH ypoBeHb VEGF-A, 94TO CBUAETEABCTBYET

Tabauima 2
Bunoxumnuyeckue napameTpsl rpynnbl 60AbHBIX CA3IIC
Table 2
Biochemical parameters of patients with systemic autoimmune diseases with joint damage
TTokaszaTeAb AoHops! (N=45) CABIIC ;,, (N=58) P
VEGF-A, r/a 32,35 (22,20 — 44,55) 43,3 (28,7—163,2) 0,049
GSH, mrmoas/T Hb 4,37 (3,65—5,69) 2,03 (1,60 — 2,54) 0,000
[TIO, Ea/r Hb 13,6 (10,6 —16,9) 93(6,1 —11,3) 0,001
I'P, Ea/r Hb 1,38 (1,18—1,93 0,89 (0,58 —1,21) 0,046
COA, Ea/r Hb 23,50 (19,2—31,0) 11,8 (5,0—15,6) 0,001
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00 M3OBLITOYHOMN aKTUBAIIMM aHTUOTeHe3a. B To ke
BpeMs 3HaUUTEeAbHOe, O0Aee UeM BABOe, CHUJKEeHUe
KOHIIEHTPAIINN OCHOBHOTO KAETOUYHOTO @aHTHOKCHUAQH-
Ta GSH B apuTpoiuTax, CHu>KeHue aktuBHocTu [ TIO
noutu B 1,5 paza, COA nnouTu B 2 pa3a 1 He3HAUNTEAD-
HOe, HO cCHU KeHue (Ha 6oaee 20 %) aktuBHOCTU ['P 10
CPaBHEHMUIO C AOHOPAMU YKa3bIBaloT Ha Haanune OCy
3TUX HanueHToB. [TokazaTean aktTuBHOCTU [TIO u I'P
KOoppeAupoBaAu MeskAy coboit (R=0,409; p=0,003).
Cumxenue akTuBHOCTU ['TIO Mo>keT OBITH BEI3BAHO
AeUIUTOM HCIOAB3YEeMOTro B KauecTBe cyOcTpara
GSH, B TOM uncAe BCAEACTBHE NIOTEPU aKTUBHOCTHU
I'P, ckasbIBaro1ierics Ha 00pa30BaHNUU BOCCTAHOBAEH-
"Horo GSH u3 ero okucaeHHOM POPMEL. B ycaroBusax
OC usb6nrrounsle Koamdectsa ADK, reaeprupyemere
MOHOIIUTAaMHU, MOAUMOPPHOSAEPHBIMU HeUTpPOu-
AaMH, CUHOBMAABHBIMHM MaKpodaramu, B OHMOAOTH-
YeCKHUX CpeApax OopraHmiMa IIpU HeAOCTATOYHOCTH
9HAOTE€HHON aHTUOKCHUAQHTHOM CUCTEMBI BEI3BIBAIOT
HapyUIeHUs B COEAMHUTEABHON TKaHU.

Buyrpukaetounsili GSH Tak’ke uUrpaeT Karoue-
BYIO POAB B @yTOUMMYHHBIX IIporieccax [16]. B cBa3u
C 3TUM MBI IPOAHAAM3UPOBAAU UCCAEAYEMBIE TTOKA-
3aTeAr B 3aBUCUMOCTH OT Haanuus PO y nanueHToB
CAJIIC.

CTaTUCTUUECKUM aHaAN3 C UCTIOAB30BaHUEM KpU-
Tepusi Kpackeaa — Yoaauca (TabA. 3) moKa3an CHUKe-
HUe, IOYTH BABOE, II0 CPAaBHEHUIO C KOHTPOAEM, YPOB-
Ha GSH y 6oapHBIX CA3TIC HEe3aBUCUMO OT HAAUYUSA
P®, Torpa kak ypoBeHb VEGF-A y cepono3uTUBHBIX
OOABHBIX IIPEBHIIIAA BABO€ KOHTPOABLHEIE 3HAUEHUS.
AxTuBHOCTB Kak [TIO, Tak u I'P y 6oapHBIX CA3TIC
C HaAMYHUEM PeBMaTOUAHOTO (paKTopa ObIAa HUIKe
Ooaee ueM B 1,5 pa3a, a aktuBHoctb COA, — BABOE
HIU>Ke KOHTPOAS.

AHaaM3 MCCAEAOBAHHBIX ITapaMeTpPOB B 3aBUCHU-
MOCTH OT akKTUBHOCTHU PA 10 mKkare DAS28 BLIIBUA
MOCTOBEPHBIE PAa3AUUUS C KOHTPOAEM TOABKO B IPYII-
Ile TaUeHTOB C YMEePEeHHON aKTUBHOCTBIO IIPOIiec-
€a, COCTOsIINe B yBeAUUEeHUN BABOe KOHIIEHTPAIlUuN
VEGF-A u cHm>XKeHUmn 00oAee 4eM B 2,5 pasa YpOBHS
GSH. HecMoTps Ha TO, YTO B 3TOMU JKe TPyIIie HaOAO-
AAAU KOPPEASIIIUU cpeAHelN cUABL MeskAY I'P u DAS28

(R=0,442; P=0,025), a Takxe me>xpy ['P 1 akTUBHO-
ctrio COA (R=0,486; P=0,025), pa3aAnuns 110 aKTUB-
HOCTHU 3TUX (PEPMEHTOB B I'PYIIIaX C Pa3AMYHON aK-
THUBHOCTBIO IIpOllecca He AOCTUTAAU CTAaTUCTUYEeCKON
3HAYUMOCTH.

B moarpymnne OOABHBIX CEpPOIO3UTHUBHEIM PA ¢
yMepeHHOM aKTUBHOCThIO 10 uHAekcy DAS28 u Ha-
AMYMEeM 3pO3UBHOTO Ipoliecca ypoBeHb VEGF-A Kop-
peaupoBan ¢ aktuBHocThio [P (R=0,579; P=0,03).
OTOT PAKT, BO3MOJKHO, CBUAETEABCTBYET O OOABIIIEN
BeIpaKeHHOCTH OC-HMHAYIIMPOBAHHOIO aHTHMOTeHe-
34, CBSI3aHHOTO C 0COOEHHOCTEIO HaToAoTUH PA, uTo
TIOATBEPIKAQETCSI OTCYTCTBUEM B3aWMOCBSI3U ITHUX
IlapaMeTpOB C aKTUBHOCTHIO IIpoliecca npu AC.

Cuawxkenue KoHtentpanuu GSH, aktusnoctu I'TIO
u I'P B spuTpoIUTax CBUAETEABCTBYET O pa3baraH-
CHUPOBAHUM T'AYTATUOHOBOTO IIMKAA U Haanuum OC y
nanueHToB ¢ CA3I1C. Huskuii yposerb GSH MOX-
HO OO'BSICHUTB, II0 KpaWHEeU Mepe, AByMs IIPUYUHA-
Mu. Bo-TiepBBIX, CHU)KeHUueM aKTuBHOCTHU [P, KoTO-
pasi IpepHa3HadyeHa [IepeBOAUTHL OKUCAEHHYIO (hopMy
TAyTaTHOHA B BOCCTAHOBAEHHYIO. BO-BTODEHIX, TOBEI-
IIeHHBIM pacxopoM GSH B KauecTBe TA@BHOTO BHY-
TPUKAETOUYHOTO aHTUOKCHUAAHTA BCAEACTBHE yCHAe-
HU4 IPOIeCCOB CBOOOAHO-PAANKAABHOIO OKUCAEHHUS
B KAETKaX, a TaK’Ke aKTUBU3aljiel TAyTaTUOHUPOBa-
HUg 0eAKOB, HaOAtoAaBIIelica npu PA [17]. [ayraTu-
OHMPOBAHUE B (PU3NOAOTNUECKUX YCAOBHUIX paccMa-
TPUBAIOT KaK IOCTTPAHCASAITUOHHYIO MOAM(DUKAITUIO
CUT'HAABHBIX OEAKOB, CBS3aHHBIX C BOCIAA€HUEM U
UMMYyHHBIM oTBeTOoM |14, 18]. HezaBucHuMbIe HCCAEAO-
BaHUS HEOAHOKPATHO AEMOHCTPUPOBAAU Y OOABHBIX
PA HOAOKUTEABHYIO KOPPEAdIIUI0 KOHIIeHTpalluu
ADK c mokasaterem aktuBHOCcTH DAS28 [17, 19],
YTO COTAACYeTCS C HAllIUMU AQHHBIMH O B3aUMOCBSA3HU
akTUBHOCTU ['P ¢ aKTUBHOCTEIO ITpoLecca y OOABHBIX
c PA. Huskutt ypoBenb GSH 1 oHM>XeHHaqd aKTUB-
HocTb ['P B apuTpoIiuTax y 60AbHBIX PA ¢ yMepeHHOM
AKTUBHOCTBIO IIpo1iecca 1o nHAeKcy DAS28 moaTBep-
xparoT Haanune OC. YrHeTeHUe aHTUOKCUAQHTHON
CHCTeMEBI Ha (POHe MOBBIIeHHOro YpoBHA VEGF-A B
OTCYTCTBYE KOPPEASIIINY 3TUX IOKa3aTeAel B 00IIel
rpynne CA3TIC MosKeT CBUAETEABCTBOBATH O HAPY-

Tabauma 3
CpaBHeHMe HCCAeAOBaHHBIX [TapaMeTPOB B 3aBUCUMOCTH OT HaAnuust P® y 6oapHbIXx CA3IIC
Table 3
Comparison of the studied parameters depending on the presence of the RF in patients
with systemic autoimmune diseases with joint damage
INokazaTeAb AoHopkl (N=45) PO+ (N=29) PO—(N=13) P
GSH, mrmoas/T Hb 4,37 (3,65—5,69) 1,99 (1,48—2,62) 1,81 (1,66 —2,34) 0,000
T'TIO, Ea/T Hb 13,6 (10,6 —16,9) 89 (55—11,01) 10,6 (7,4—15,8)
I'P, Ea/r Hb 1,38 (1,18—1,93) 0,78 (0,56 —1,12) 0,96 (0,62—1,34) 0,006
COA, Ea/r Hb 23,50 (19,2—31,0) 10,1 (3,1 —15,1) 12,8 (5,9—19,9) 0,003
VEGFA, /A 32,35 (22,20 — 44,55) 63,2 (50,2—114,3) 34,3 (25,3—55,4) 0,04

IMpumeuanwne: P — cpaBaenue rpynnsl PO + ¢ pooHOpammy.
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IIIEHUN COTAACOBAHHOTO AEWCTBUS CUTHAABHBIX ad-
dexTopoB GSH u aktuBaTopa aurnoreHesza VEGF-A.
CTUMYASITIVS TAaTOAOTMYECKOT'O aHTHOTeHe3a MOJKeT
OBITH TAK’KEe BbI3BaHA CUHEPreTHYeCKUM AEHCTBHEM
VEGF-A ¢ dakropamu OC B yCAOBUSAX HapYIIEHUS
MeTabOAM3Ma IAyTaTUOHA.

CucremMy TAyTaTHOHA MOJKHO PpacCMaTpUBaTh
KaK KpUTHYECKUU (PAKTOP pPa3BUTHUS BOCIAACHUS U
UMMYHHBIX OTBETOB IIpU PA, 4TO coraacyeTcs C AaH-
HBIMU APYTHUX HMCCAepOBaHUM [4, 20, 21]. CHu)KeHUe
9KCIIPECCCUN TAYTAaTHOHOBBEIX (DEPMEHTOB HAU Ha-
pYIIEHNE UX PETYASIMY MOKET IPUBOAUTE K ayTO-
UMMYHHBIM CABUTaM U aKTUBAIIUK BOCIIAAUTEABHOTO
npoiiecca, ocobeHHo Ha poHe OC, 4TO MBI U HAOAIO-
paan y 0oabHBIX ¢ CA3IIC.

BbIBO/bI

1. BeraBaeHoe yBeanueHue ypoBH:A VEGF-A B maas-
Me KpoBHU 00ABHBIX ¢ CA3TIC HauboAee BEIpa’KeHO y
OOABHEIX PA ¢ yMepeHHOM aKTUBHOCTBIO IIpoliecca ¥
CcBsi3aHO ¢ HaamuueMm PO.

2. Y 6oabHEIX CA3IIC, HEe3aBUCUMO OT HAAWUYUSA
P® u cTeneHy peBMaTOMAHOTO TIOPa’KeHUs, CHUKe-
HBI aKTUBHOCTB (DepMEeHTOB MeTaboAN3Ma TAyTaTUOHA
ITIOuIP, a Takke ypoBeHnb GSH B spuUTpoOIITaX, 4TO
SIBASIETCS He TOABKO ITpu3HakoM OC, HO 11, BOBMOKHO,
npuuyrHOU HapyumeHus GSH-3aBUCHUMON peTryAdIiuu
aHruoreHesa npu yuactuu VEGF-A.

3. Haanune koppeasanuu ypoBHsa VEGF-A c akTus-
HOCTBIO I'P yKa3bsIBaeT Ha 0COOYIO POAB 3TOTO ep-
MeHTa B pPeryAdlluu aHruoreHesa npu PA, u I'P npu
OoAee AeTaAbHOM U3YUeHNUU MOJKET PaCCMaTPUBATHCS
KaK IIOTeHIIMAABHBIN MapKep 3TOTo IpoIjecca.
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