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Pesrome.

Pe3ynpraTbl MHOTOUMCIIEHHBIX HCCIIEIOBaHHN IEMOHCTPUPYIOT B3aUMOCBSI3b peBMaTounHoro aprpura (PA) 1 arepockie-
po3za. Xopomo u3BecTeH GpakT paHHEr0 BOSHUKHOBEHHS U OBICTPOTO IPOrPECCUPOBAHMS CEPAEYHO-COCYUCTHIX 3a00ie-
BaHMH y MaeHToB ¢ PA, HO 10X CHX IOp HET TOYHOTO 00BsSICHEHUsI 3TOro eHoMeHa. OTHO3HAYHO U3BECTHO, YTO TAKOE
YCKOPEHHOE TEUeHHE aTepOCKIEPOTHUECKOrO MPOoIiecca HEBO3MOXKHO OOBSCHUTH C MO3ULUHU TPAJUIMOHHBIX KapAHOBa-
CKYJISIPHBIX (PaKTOpPOB pUcKa. PA MOXET CITy>KUTh MOJIEIIBIO JUIsl M3YUEHHsI YCKOPEHHOTO aTeporeHesa.

B marorenese arepockiiepo3a u PA MMeeT MecTo psJ CXOKMX UMMYHOJIOIHYeCKUX rnporeccoB. [Ipu nanHbIX 3a0oneBa-
HusIX npeodnagaer CD4" T-mumdonurapnas peakuus. Onucan oouwii 1uist PA u arepockiiepo3a reHeTHuecKuid qedext
B peryisuuu antureHnpesentupymomiero Mexannsma MHC knace II. B kauecTBe BO3MOXHBIX aHTUI€HOB, BBI3BIBAIOIINX
T-KIeTo4YHyI0 aKTHUBALMIO, PACCMATPHUBAIOTCS OENKM TEIJIOBOTO IIOKA, B YACTHOCTH THITMYHBIN MPEICTaBUTEIb ITOU
rpynusl 6exxoB — HSP 60.

Heoanrrnorenes — Baxxuslil (peHOMeH pu PA, mpuBosIIMiA K pa3pyIleHHI0 cycTaBHOTo xpsima. [Ipu arepockiepose He-
OaHTMOTeHE3 MMEET 3HaYeHHE B MHBA3UBHOM POCTE aTrepOCKIepOTHYECKOW OMsmku. IIporecchl NecTpyKIMH TKaHEH,
OITOCPEOBaHHBIE MAaTPUKCHBIMU METAJJIONPOTEa3aMu, IIPHUBOJIAT K AeCTaOMIIN3alNH aTePOCKISPOTHYECKON OIISIIKY IPU
aTepOoCKJIepO3e U NeCTPYKIMK TKaHel cycTapa mpu PA.

D¢ dexrnBHas Tepanus PA MOXET COMPOBOXKAATHCS YAyYLIEHHEM COCTOSHUS COCYIUCTOTO pyclia.

Kniouesvie cnosa: amepocknepos, peemamouonvlii apmpum, socnanenue, YumoKuHbsl, HeOAH2UO2eHe3, OeNKU MeNnI08020 UOKA.

Abstract.

The results of numerous studies demonstrate the relationship between rheumatoid arthritis (RA) and atherosclerosis.
The fact of early occurrence and rapid progression of cardiovascular diseases in patients with RA is well known, but there
is still no exact explanation for this phenomenon. It is clearly known that such accelerated course of the atherosclerotic
process cannot be explained from the position of traditional cardiovascular risk factors. Rheumatoid arthritis can serve as
a model for studying accelerated atherogenesis.

A number of similar immunological processes take place in the pathogenesis of atherosclerosis and RA. In these diseases,
CD4" T-lymphocytic reaction prevails. A genetic defect common to RA and atherosclerosis in the regulation of the MHC
class II antigen-presenting mechanism is described. Heat shock proteins are considered as possible antigens that cause
T-cell activation, in particular, a typical representative of this group of proteins — HSP 60.

Neoangiogenesis is an important phenomenon in RA that leads to the articular cartilage destruction. In atherosclerosis,
neoangiogenesis is important in the invasive growth of atherosclerotic plaque. Processes of tissue destruction mediated
by matrix metalloproteases result in destabilization of atherosclerotic plaque in atherosclerosis and destruction of joint
tissues in RA.
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Effective RA therapy can be accompanied by the improvement in the vascular bed condition.
Key words: atherosclerosis, rheumatoid arthritis, inflammation, cytokines, neoangiogenesis, heat shock proteins.

1. OCOGEHHOCTU MMMYHONOrM4YecKoro
otBeTta npu PA u atepocknepose

[Tatmentsl ¢ PA Haxonmarcs B 30HE BBICOKOTO
cepAedHO-cocyanucToro pucka. [lokasaHo, 4Tto keH-
UMHBL, cTpagatoume PA, nmerot 2-3-kpatHoe yBenu-
YeHHE PUCKA Pa3BUTHS MH(APKTa MHOKapiaa, a PHUCK
pPa3BUTHSI XPOHUUYECKOM CepAeyHOM HEA0CTaTOYHO-
cTd y nanueHToB ¢ PA yBenuueH B 2 pasa [1, 2]. Ha
CErOJHSIIHUN JIEHb HAKOIUIEHO JOCTaTOYHO JI0Ka3a-
TEJIBCTB, TOI0 YTO YCKOPEHHOE MpOrpecCHpOBaHHE
aTepocKiIepo3a M COIYTCTBYIOIIUX €My CepAEYHO-
COCYIWCTBIX 3a00NeBaHUU SBIAETCS CIEICTBHEM B
TOM YHCJIE UMMYHOBOCTIAJIUTEIBHBIX TPOIIECCOB MPH
PA. XpoHuueckoe BoCHaJIecHUE BBICTYNAET B JTaHHOM
Clly4ae B KaueCTBE JIOTOJIHUTEILHOTO BECOMOTO Cep-
JEYHO-COCYAMCTOrO (hakTopa pucka. B coorBeTcTBUM
C COBPEMEHHBIMU MPEICTABJICHUSIMA B OCHOBE TAKHUX
3a00JIeBaHMIM, KaK aTepOCKIIEpo3, pak, PA mexxut xpo-
HUYECKUI BOCHAIUTEIBLHBIN Mpo1iecc.

O¢ddexTuBHBI KOHTPOIH HAJ BOCHAIECHUEM
npu PA conmpoBoknaercs CHUXKEHHUEM CEpIEUHO-CO-
CYAMCTBHIX PUCKOB. Tak, METOTpeKcar, mpemnapar mnep-
BOU iuHMH J1s1 JiedeHus PA, mokasai GraronpusiTHoe
BIIUSIHAC HA PUCK Pa3BUTHS CEPICIHO-COCYIUCTHIX
3aboneBannii (MHGapKTa MHOKapAa, HHCYIIBTA, XPO-
HUYECKOH cepaeyHoil HemoctaTodHocTH). llpndem
paHHEe Ha3HauYeHUE METOTpEKCcaTa, MO-BUAUMOMY,
HE TOJIBKO 3aMmenysieT mporpeccupoBanue PA, HO
U TIOJIOKUTEIFHO CKa3bIBAaeTCsl Ha Pa3BUTHUU aTe-
pockiepo3a y 3Tux manueHToB [3]. B To xe Bpems
OCTaeTCs HEW3BECTHO BIMSIET METOTpPEKCaT 3a CYEeT
CHIDKEHUS akTuBHOCTH PA, mibo okas3piBaeT Hemo-
CPEICTBEHHOE BO3JCHCTBHME HA MATOrCHETUYECKHUE
nporeccel areporene3a. CooTBETCTBEHHO BO3HUKAET
BOIIPOC O MEXaHU3Max CIIOCOOCTBYIOUIMX YCKOPEH-
HOMY Pa3BHTHIO aT€pOCKIIEpPO3a y PEBMaTOIOTHYE-
CKHX TIAIIMEHTOB. JTH MEXaHMU3MBI MOTYT BKIIIOYaTh
W3MEHEHHWE SHJOTENUS TOJ| BIUSHUEM ITUTOKWHOB,
BTOPUYHYIO TUIIEPIUNUAEMUIO, TUIIPEKOAT YIS LU0 U
PAI IPYTUX COOBITHIA.

B nmmyHonarorenese xak PA, Tak u arepo-
ckieposa mnpeobnamaer CD4" T-numdouurapHas
peakmus [4, 5], cesa3annas ¢ MHC xmacc 11 n o6e-
cneyuBaromas (OpMHUpPOBaHHE CHEIH(PHIECKOTO
TYMOPAJIbHOTO UMMYHUTETA. DTOT MyTh BKIIOYAET:
npodeccronanbublii paromut — CD4" T-mumdpount

— B-nmum¢onut — mia3maruveckas KIeTKa — CHH-
T€3 aHTUTeN. DTUM IIyTeM TaKKe MPOIECCUPYIOTCS
KaK aHTMTCHHBIN MaTeprall COOCTBEHHBIC JIUIIOMPO-
TeUABl MeMOpaH aroMNTO3HBIX TeJell, JK30T€HHBIC
XOJIECTEPHHCOIEpKAIINE TUAPOPOOHBIE MOIEKYIIBI
U3 UM, B TOM YHCJIE€ W KOMIIOHEHTHl MeMOpaH
(haroIMTUPOBAHHBIX OAKTEPHIl. YCTaHOBJICHO, YTO
U Tpu arepockiiepoze, U npu PA mpucyTcTByeT
CXOIIHBIN TeHETHUECKUi MeeKT — eAMHUIHBIN I10-
mumopdu3m Hykieotnna A-168G B mpoMOTOpHOM
obmactu MHC2TA — rena komupyromero kmacc 11
TPAHCAKTHBATOP, KOTOPBIH PETyIUPYET IKCIPECCUIO
MHC xnacc II monekyn [6]. Takue usMeHeHus B
PEryJSIUN aHTUTCHIIPE3CHTUPYIOIIETO MeXaHH3Ma
MHC knacc Il MmoryT siBISTECS TpUYHHON (PyHKIIU-
OHAITFHOW HEIOCTAaTOYHOCTH MeXaHU3Ma (arojm3o-
COMAJIPHOTO MTPOIECCHHTA 1 MTPE3EHTAINH JINTIOTIPO-
TEUCONEPKAINX AaHTUTCHOB, BIICKYIIEH 3a cO0Oi
U3MEHEHHYIO0 aHTUTCHCIEIU(PUUSCKYIO aKTHUBAIUIO
CD4+ T-nuMdOIUTOB, B TOM YHCIE U HX OCOOBIX
dopm. Ilpu PA kimoHupyeTcs eine OauH CyOKiacc
CD4+ T-mamdoruror — T-xemmepsr Tun 17 (Th17),
KOTOpBIE CIOCOOHBI 3KCIIPECCHPOBATH ITUTOKUHBI
®OHO-a, IL-6, IL-22 u, B epByl0 o4epepb, LUTOKHU-
Hbl Tpynmnsl [L-17, obnagaromiye BEICOKMM MPOBOC-
MAJUTEIBHBIM M MPOANONTO3HBIM TOTEHITHAIOM [7,
8]. Th 17 ciocobcTByIOT MU GEPSHIIPOBKE OCTEO-
KJIaCTOB, HETIOCPE/ICTBEHHO 3aI€iICTBOBAHHBIX B Pe-
30p01mu KocTHOU TKaHu mpu PA [9].

B ouarax arepomaro3a OJHOBPEMEHHO MpPH-
cyrctByior CD4" u CD8" T-numdonutsl ¢ mpeod-
namanuem CD4" knerok — T-xenmeps! Ttum 1 (Thl)
[10, 11]. B memocpenCcTBEHHO#H OMM30CTH K HHAM
HaXOZATCSI Makpo(dard, AEHIPUTHBIE KIETKH, JKC-
npeccupyromue monekyasl MHC II knacca [12]. B
uccienoanuu A.C. van der Wal et al. mponemon-
CTPUPOBAHO BBICOKOE COJEPIKAHUE AKTHBUPOBAH-
HBIX T-1uM(OIUTOB B HECTAOUIIBHBIX aTEPOCKIICPO-
tidyeckux Omsmkax [13]. V Oonbiieit yactu (65%)
MAIAEHTOB C HECTaOMIHLHOW CTCHOKAapAWeW B are-
POMATO3HBIX o4arax ObLT OOHApy:keH OCOOBIH TOA-
tun T-mumdorroB — CD4* CD28null, ¢ ocobenno
BBIPXCHHBIMH MMPOBOCHANUTEIBHBIMU M [IUTOTUTH-
yeckuMu cBoicTBamu [14, 15]. [IpucyrctBue CD4*
CD28null T-mumdonuros y nanuentos ¢ PA acco-
[UUPYETCS C arpeCCUBHBIM TE€UYEHHEM 3a00JIeBaHUS
[16], a Taxxe ¢ muchyHKIMEN SHIOTENHS U YTOJIIIIe-
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HHEM KOMILIeKca HHTUMa-meaua [17].

Benku TeruoBoro moka (Heat Shock Protein
(HSP)) MoryT BBICTYHaTh Kak BO3MOXKHBIC aHTHTCHEI,
BbI3bIBaOIIME akTuBaimio T-knetok [18]. Tak, HSP
60, OfIMH U3 THITMYHBIX MTPEACTABUTEIICH TPYIIITHI Oe-
KOB TEIUIOBOTO IIOKa, 00J1aJaeT CBOHCTBOM IOKHIATh
KJIETOYHOE MPOCTPAHCTBO M LIMPKYIUPOBATh B COCY-
muctoM pycie [19-21]. YV 3mopoBsIX mroneit ypoBeHb
HSP 60 xoppemmpyer ¢ tommmaoii KM kapotun
[22]. bruta oOHapy»KeHa accoIanys YPOBHS UAPKY-
JIUPYIOLIETO B ccTeMHOM KpoBoToke HSP 60 ¢ BbI-
PaKEHHOCTBIO SHJIOTENIMAILHON TUChYHKIMHU [23].

VYuuteiBas TOT (akt, yto MoieKynbsl HSP pa3-
JIUYHBIX OMOJOTMYECKHUX BHUAOB JOBOJIBHO CXOJHBI
Mexay co0oil, MOXHO TPEANOIOKUTh BO3MOXK-
HOCTh BO3HHUKHOBEHWHSI IEPEKPECTHOW PEaKINH K
COOCTBEHHBIM O€JIKaM TeIIOBOTO Imoka [24, 25].
CdhopmupoBaBiirecs: TakuM 00pa3oM ayTOaHTUTENa
MoryT cBsi3bBaThes ¢ HSP 60, koToprie skcnpeccu-
POBaHbI Ha SH/IOTEIUH, B PE3YIHTATE YEro BO3HUKA-
€T JIOKAJTbHOE TOBPEKICHUE YHAO0TEITHAIBHOTO CIOS
[26, 27]. J. Zhu et all. mpogeMOHCTPHUPOBAIIN acco-
[UAINI0 MEXIY MPUCYTCTBHEM B CBIBOPOTKE KPOBH
aytoanturena Kk HSP 60 u arepocknepornueckum
MIPOIIECCOM B KOPOHAPHBIX apTepusix [28].

B TO ke BpeMs B Ipyrom HCCIIEOBaHHUH He
BBISIBIICHA B3aWMOCBSI3b MEXKIy HAJMYAEM ayTOaH-
tuten K HSP 60 u cepaedno-cocyauctoii 3adoneBae-
MOCTEIO [29]. Ponb O€KOB TEIIOBOTO IIIOKA, B 4acT-
Hoctu HSP 60, B pazBuTuu u nporpeccupoBanuu PA
ocraercs auckyradensHou [30].

B 10 ke Bpems ecTh JaHHBIE, YTO BBICOKHE
ypoBHH HSP 60 B CHIBOPOTKE KPOBHU aCCOIUHUPYIOT-
cs co cHkeHneM TuTpoB antuten k Chlamydophila
pneumoniae, Cytomegalovirus, Herpes Simplex
Virus, 4To MOXET TOBOPUTH O MPOTEKTUBHOM POIU
ato#t rpynmnsl Moiekyn [31]. [Tokazano, yTo yenose-
yeckuit HSP 60 moxet akTuBupoBarh B-mumgoruTet
MBIIIICH, 9TO IPUBOIUT K poxyKituu 1L-10, muroku-
Ha C XOPOIIIO0 U3BECTHBIMH MTPOTHBOBOCIAINTENbHEI-
Mu cBoiicTBamu [32]. Jlpyroit Oemok u3 0ONBIIOTO
cemeiicTa OenkoB TerutoBoro 1moka — HSP 70 B uc-
CJIC/IOBAaHUH MOKa3aJl TOTCHIUAIBHYIO CIIOCOOHOCTD
YMEHBIIATh aronTo3 KapAnOMHOIUTOB [33].

2. HeoaHrnoreHes — BaXxHbIn ¢pakTop po-
CTa naHHyca u aTepoCKNepoTU4ECKON ONsILLKN

Eme oxnoii oOmeli yeproi narorenesza PA u
aTepocKiIepo3a SBISETCS Mpoliecc HEOaHTHOTeHe3a,
XapaKTepHBI B TOM YUCIIE JUIs TIcoprasa, quadeTu-

YECKOM PETHHOIATHH, 3JI0KAYE€CTBEHHBIX OIyXOJeH
[34]. B marorene3e 370Ka4ECTBECHBIX OITYXOJICH
HEBACKyJSIpU3aluid — KPUTHUYECKUI IIpolecc, He-
00XOIUMBIN AJI1 MHBa3MBHOTO POCTa U METacTasu-
poBaHus. M3BecTHO, 9TO TNIaBHBIE coObITHS Tipu PA
NPOMCXOAST B CHHOBHAJILHON 000JIOUKE, KOTOpast U3
TOHKOM B HECKOJIBKO CJIOEB KJIETOK CTPYKTYpBI IIpe-
BpalaeTcsi B THIEPIUIACTHYECKYI0 TKaHb CO CIIO-
COOHOCTBIO K MHBa3UBHOMY pocTy. Heoanruorenes
— paHHee COObITHE B Pa3BUTHM apTpUTa U UIpaer
BRXHYIO PONb B ACCTPYKLHH CYCTaBHOTO XpsIUa,
KOCTHBIX cTpyKTyp [35]. Ilpu PA nmeer mecTo ko-
JMYECTBEHHBIH Ae(eKT UUPKYIUPYIOMUX Tpel-
IIIECTBEHHUKOB JH/IOTEIHOLMTOB, BOSMOKHOM MpH-
YMHOM KOTOPOIO SBISIETCS XOYMHUHI 3THUX KIIETOK
B CHHOBHAJBHYIO 00OJIOUKY, IJle OHH y4YacTBYIOT B
npouecce HeoBacKyisipuzauuu [36]. Psan monexkyn
BIMSIET Ha MpOLIECC HEOBACKyJsIpu3auuu npu PA,
B yactHoctd ®HO-a, TGF-B, IL-1, IL-6, IL-8, IL-
13, IL-15, IL-18. MmeroTcss cooOIIECHUST O BO3MOXK-
HOM IIOTEHIIMAJIbHOM HCIIOJIb30BAaHMM MHTMOUTOPOB
HeoaHruorenesa B jeueHun PA [37]. IIpouecc He-
OaHTHOTeHE3a OMMCAH U MPH aTepOCKIIepo3e, IIe OH
HEOOXOMM JUIsI 9KCIIAHCHBHOTO POCTa aTepPOCKIIEPO-
TH4eckor Onsmkyu. C HEOAHTHOT€HE30M CBSZBIBAIOT
TaKue OCIIOKHEHHUS aTepOCKICPOTHICCKOM OONE3HH,
KaK HaJIPBIB OJAIIKY ¥ TpoM0O03 cocynoB [38].

3. MartpukcHble MeTannonporeasbl B
AEeCTPYKUUMN TKaHen

IIpu PA u arepockiepo3e MpPOUCXOIUT Ae-
CTPYKLIMSL TKaHEW, B KOTOPOM BaKHOE 3HAYECHUE
UMEIOT MaTpUKCHBIE MeTaionporeassl (MMP). O1o
CEMENCTBO BHEKJIETOUHBIX SHAOINENTHUA3 C KaTalu-
TUYECKOH aKTHBHOCTHIO, KOTOPBIE CITOCOOHBI pa3py-
[IaTh Pa3M4Hble OCJIKM BHEKJIETOYHOTO MaTpUKCa
[39]. IIpu arepocknepoze MMP yyacTByloT B HH-
(GuIbTpallMM  COCYIUCTONH CTEHKHM HMMYHOKOMITE-
TEHTHBIMHU KJIETKaMH, MUTPallUu | Tponudepanun
[JIAAKOMBIIIEYHBIX KJIETOK, HEOBAaCKYJIpU3aLMH, a
TaK)Ke y4acTBYIOT B JA€CTaOWIH3AINN aTePOCKIIEPO-
TUYECKOH OJISAIIKH MyTeM JAerpajaluy KOMIIOHEHTOB
Mmarpukca [40]. [Ipu PA nanHas rpynna npoTeoauTu-
YeCKHX (PEPMEHTOB YUACTBYET B ACCTPYKIMH XPsiLIe-
BOM M KOCTHOM TKaHW. [ MaBHBIM ucTOUHHKOM MMP
npu PA sBisieTcs cHHOBHAIbHAS 000JI0YKa, OTKyIa
3TH MOJIEKYJIbI MONAJAa0T B CYCTaBHYIO KUIKOCTb, a
3aTeM U B CUCTEMHBIN KpoBOTOK [41]. Ilokazano, 4To
ypoBeHb MMP B kpoBu nanuenToB ¢ PA koppenupy-
€T C TSDKECThIO MporHo3a [42].
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4. 3HayeHne C-peakTUBHOro npoTenHa

C-peaxtuBnbiii nporenn (CPII) — BwIcoko-
YyBCTBUTENBHBIN HECTEU(PHIECKUIA MapKep BOCIa-
JIEHWSI, €r0 KOHIIEHTPAINs MOXKET PE3KO BO3PACTaTh
6onee uem B 1000 pa3 mpu pa3BUTHH BOCIAICHUS
[43, 44]. Mectom cunte3a CPII sBnsieTcss medeHsb.
Crumynupytoliee BiausiHHe okasbiBaeT IL-6. Kpo-
Me TOro, MMeeT MecTO JokanbHbIH cuHTe3 CPII,
TaK, HaIpuUMep, B arepoMaTo3HOM oOd4are ero mpo-
IyIUPYIOT TIAAKOMBIIICYHBIE KISTKH [45]. B psme
ruccnenoBaHui nokazano 3HadyeHue CPII kak mpe-
IUKTOpa pa3BUTUS arepockieposa [46], Tpombo3a
[47], aprepuanbHOil runeprensun [48], uHbapkTa
muokapaa [49], ¢ mompaBkoit Ha BO3pacT, KypeHue,
OXXUpeHue, auaber, rumepxoirecrepuHemuio [50-
52]. Y manmentoB ¢ UbC HeOOIBIIOE MOBHITIICHHE
CPII Boitire 1 Mr/n siBIsieTCs 3HAYMMBIM TIPETAKTO-
POM HEONAroNMpHUATHBIX CEPACYHO-COCYAUCTHIX CO-
Obrtuii [53]. M3BeCTHO, YTO MOBBILICHHBIE YPOBHH
CPII accouuupyroTcsi ¢ HaTUIHUEM TPATUITUIOHHBIX
CEPACUHO-COCYIUCThIX (hakTOpoB pucka [54, 55]. B
JKCIEpUMEHTe OBLIO yCTAHOBIIEHO 3HAYMTENHHOE
MTOBBIIIICHUE IKCTIPECCHH MOJIEKYN KJIETOUHOH ajre-
3un VCAM-1 u ICAM-1, E-cenexTrHa YHAOTEIHO-
nutamu oy nusHruem CPIT [56]. CPII ciocoGcTBy-
€T aKTUBALIMU KJIETOK SHAOTENNs, TIOBHIIIIAeT 3aXBar
Makpodaramu JMIONPOTEHHOB HU3KON TUIOTHOCTH,
YBEIMYUBAET KOJMYECTBO PELENTOPOB K aHTHOTEH-
3UHY Ha INIaJIKOMBIIIEYHBIX KJIeTKax [56]. YuacTue B
AKTUBAIMH CUCTEMbI KOMIUIEMEHTA IO KJIACCHYECKO-
My TYTH SIBISCTCS MPSIMOW OMOJIOTHYECKOH POIIBIO
CPII. Merogom rubpuanzanuy in situ B TIaJKOMBI-
HIEYHBIX KJIETKaX U Makpodarax, JJOKaTM30BaHHbBIX B
aTepOCKIEPOTHICCKHX OJIATIKAX, BIsBIeHB m-PHK
komrnoHeHTa kommieMeHta C4 u CPII. B ouwarax
arepomaro3a ObuT OOHapykeH MeMOpaHaTaKyHOIIUN
komrieke C5-C9, accomuupoBanusiii ¢ CPIT [57].
CPII o0nanaet cBoiicTBaMu yBEITHMUNBATh IIPOKOATY-
JISHTHBIN MMOTEHIMA U CHUXKATh aKTUBHOCTh (HUOpH-
Homm3a [58-61]. IloBeimenue xonmentparuun CPIT
Koppenupyer ¢ 3kcnpeccued MMP 1 u MMP 10,
KOTOpBIE YYaCTBYIOT B JIeCTa0MIIN3AIIMN aTEPOCKIIe-
porudeckoit omsitku [62]. Oxazanocsk, uro CPIT — He
TOJIBKO MPEAUKTOP CEPIEUHO-COCYIUCTBIX COOBITHH,
HO M MOXKET MMETh IpPEeCKa3aTeIbHyI0 [IEHHOCTh B
OTHOIIIEHNH BO3HUKHOBEHSI pEBMATOUTHOTO BOCTIA-
TIeHUs B OyIyIeM y 3A0pOBBIX Jirofei [63-65].

WHTEepecHo, 4TO B HAyYHOU JINTEpAType OIH-
caHa JUaMeTPalbHO MPOTUBOMOIO0KHAS MO3UIUS 10
otHomieHuto K ponu CPII B pazButum arepockiepo-
3a. [Ipenmonaraercs, uto onucanuble d3Qdexrsr CPIT

in vitro cBsi3aHBI ¢ OAaKTEpUANBHBIM 3arpsi3HEHUEM
UCTIONIb3YEMBIX B HCCJICOBAHHAX KOMMEPYECKUX
npenaparoB CPII [66], a Takke C NPUCYTCTBHEM
asuja Hatpus [67, 68]. B uccnegoBanun Ha Mblax
¢ nedunuroM arsioumnonporenHa E He Obio oOHa-
PYXCHO KaKOro-Im00 NpPOaTepOreHHOTO BIVSIHHS
CPII [69, 70]. 1 naxe Ha0OOpPOT, €CTh HCCIEIOBA-
HUS, yKa3blBalolle Ha MpOTeKTHBHYIO ponb CPII
pH aTepockirepose [71], B TOM 9ucIe U3-3a BIHSHISL
CPII Ha yBenM4yeHHE CUHTE3a IPOTUBOBOCIAIUTENb-
Horo nutokuna IL-10 [72].

5. BnusHue Tepanuu PA Ha cocTosiHMe
COCYyAUCTOM CTEHKM

O6mmHocTh maroreHe3a PA m arepockiieposa
HallUla CBOE MOATBEPIKICHUE B PeajbHOM KIMHUYE-
cKo mpakTtuke. D(PPEeKTUBHBII KOHTPOIb HAJ BOC-
NaJeHueM y nanueHtoB ¢ PA mpuBoguT K ymyure-
HUIO COCTOSIHUSI COCYAMCTOTO pycia.

Haubonpmne nokasarenbcTBa HAKOIUIEHBI B
OTHOIIIEHUH METOTpeKcara — HanOoJiee MIMPOKO Ha-
3Ha4aeMoro 0a3MCHOrO CpeiacTBa Kak B MOHOTEpa-
UM, TaK U B KOMOMHaimu. B psne uccnenosanuii
ObUIO TIOKA3aHO CHIDKEHHE CEepAEYHO-COCYAHUCTOIO
pHUCKa y MAIMEHTOB C apTPUTOM, MOJIYyYAIOLUIUX Me-
toTrpekcar [73-75].

AHaJOTHYHBIE JaHHBIC TTOJYYEHBI U B OTHO-
meHnn antn @HO-0 6HONOTHYecKruX mpernaparos.
[Tokazano, uyto Tepanus MHGINKCUMAOOM IPUBOAH-
Ja K yITy4YLIEHUIO COCTOSHHS (YHKIHMU SHIOTENNS,
aHaJIOTUYHBIE JaHHbIE MOJYYEHBI IJIs 3TaHEpIenTa
[76, 77]. YcueurHnoe jgeueHne apTpUTa COMPOBOKIA-
ercs ynydileHHeM (YHKIMOHAIBHOTO COCTOSHHUS
COCYZIOB, M 3TO HE 3aBHCEJIO OT BHJA UCIIOIb3YEeMOM
Tepanuu (Ouojoruyeckas Tepanus UIM METOTpPEK-
car) [78]. Eme oxHa cpaBHHUTENBHO HOBasl rpymmna
JIEKapCTBEHHBIX CPENCTB, UCIONB3YEMBIX JUIS Tepa-
nuu PA, — OoKkaropsl sIHyC-KHHa3, BIUSIOLINE Ha
BHYTPHUKJIETOUHYIO CHTHaJbHYIO cuctemy. IlepBblil
HPEACTaBUTENb IPYIIIBI, UCIIOIb3YEMbII B TEPAUH
PA, — Todanmutuanb. NUmerorcs coobmeHus o Omna-
TONPHUATHOM BIMSHUM TO(anuTuHNOA Ha (QYHKIUIO
SHAOTENUS B KYJNBTYpe YEIOBEUECKHX a0pTajIbHBIX
3HAOTENNOLHUTOB, BEPOATHO, 33 CYET CYPECCUH TIPO-
nykiun 1uTokuHoB, VCAM-1, ICAM-1, ®HO-q,
untepneiikuaa 1B (IL-1B), a Takke CHIKEHHUS OX-
LDL-uHAyuupoBaHHOM LUTOTOKCUYHOCTA  [79].
I mrOKOKOPTHKOHIBI, KOTOpPBIE, HECMOTPS Ha MOSABIIE-
HUE HOBBIX JIEKAPCTBEHHBIX CPEJCTB, MO-NIPEKHEMY
JIOBOJIBHO IIMPOKO HCIOJB3YyI0TcA B Tepanuu PA, B
L[€JI0OM HETaTUBHO BIIUSIOT HA YIJIEBOIHBIH, )KUPOBOI
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1 OEJIKOBBI OOMEHBI, CIIOCOOCTBYSI TEM CaMbIM Ha-
KOIUJICHUIO (PAKTOPOB PHUCKA CEPICUHO-COCYIUCTHIX
3aboneBanmii. [Ipn >TOM OBIIM TIOMYyYCHEI JTaHHBIE
0 TOM, YTO CHIDKEHHE aKTUBHOCTH BOCIAJCHUS Y
MarueHToB ¢ PA, B TOM 4HcIe ¢ MMOMOIIBIO TIIFOKO-
KOPTUKOHUJIOB, B HTOTE MPUBOAMIIO K YIYUIISHUO JTH-
nuaHoro npodus [80].

CymiecTBYIOT W TpPUMEPHI TOTO, YTO JIeKap-
CTBEHHBIE CpPEACTBA, WCIOIb3yEeMBbIC IS JIEYCHUS
aTepockiepo3a, MO3UTHUBHO BiusAOT Ha PA. Tak,
CTaTWHBI MOTYT OKa3bIBaTh KIMHUYECKH 3HAYMMOE
MPOTHUBOBOCHANUTENbHOE AeiicTBue npu PA [81].

3akntoyeHue

1. B ocHoBe PA u arepockiepo3sa Jiexar cXo-
KM€ UMMYHOIIaTOT€HETUYECKUE TIPOLECCHI.

2. O6muMm sBsiroTcst mipeobnaganne CD4*
T-mumpounTapHOl peakunu, CXOKUH U TOKUHOBBIH
npoduiib, HEOAHTUOTEHE3 U JCCTPYKIHS TKaHEH C
ydacTHEeM MaTPUKCHBIX METAJUIONPOTEA3.

3. DddexTuBHOE NeueHne PA MoxkeT compo-
BOXKJaeTCs OJIaTONPUATHBIM BIUSHHEM Ha COCTOS-
HHUE COCYANUCTOrO pycia.
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