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AHHOTauma. B cTaTbe paccMoTpeHa B3aMMOCBA3b Pa3BUTUA XPOHWYECKOW cephedyHON HeAOoCTaTOYHOCTU
(XCH) n HapylweHWn B cucteme remoctasa y nauMeHTOB C ayTOUMMYHHbIMUK 3a60neBaHUAMU, OTParkeHa yacTtoTa
[aHHOW natonorun Ha Tepputopmumn Benropoackoin o6nactu. Ana NnpoBefeHUsA nccnefoBaHUsA UCNOb30BaINCL UCTO-
pvun 60ne3He NayMeHTOB PEBMATOJ/IOFMYECKOT0 0TAe/ieHMsA Benropoackoii 06/1aCTHOW KNMHMYECKOW 601bHULbI CBSI-
Tutena WMoacada 3a nepuof sHBapb-gekabpb 2014 roga. Bbinn M3ydeHbl OCHOBHbIE MOKasaTeNnun Koarynorpamm, a
Tak)Xe OLeHeHbl CTagmMn N yHKUMOHaNbHble KNacCbl XPOHNYECKOW cephevyHO HepjocTaToyHocTU. Mocne npoBege-
HWS aHann3a 6bl/10 YCTaHOB/IEHO, YTO MaToreHe3 ayTOMMMYHHbIX 3a60neBaHUiA NpegycmaTpmBaeT HapyLWeHNsA B CU-
cTemMe remocTasa, a 370 B CBOK o4vepefib MOXeT HaNpaAMYI0 BANATb Ha CTaAamnio U PyHKUMOHaNbHbI knacc XCH.

Resume. The article considers the correlation of development of chronic heart failure and disorders in the
hemostatic system of patients with autoimmune diseases. The frequency of this pathology is reflected in the Belgorod
region. To conduct the study, we used medical histories of patients of rheumatology department of the Belgorod re-
gional clinical hospital of St. Joasaph for the period from January to December 2014. We examined the main coagulo-
gram indicators and evaluated the stages and functional classes of chronic heart failure. After analysis it was found
that the pathogenesis of autoimmune diseases includes disorders in the hemostatic system, and this in turn may di-
rectly influence the stage and functional class of CHF.

KntoueBble cnoBa: ayTOMMMYHHble 3a6oneBaHus, remoctas, pubpuHoreH, XCH, natoreHes.
Keywords: autoimmune diseases, hemostasis, fibrinogen, CHF, pathogenesis.

AKTya/nlbHOCTb

AyTOMMMYHHbIe 3ab0/1ieBaHUA SABAAKOTCA rnobanbHOM Npob6rieMoi YenoBeyvecTBa, NpuobpeTtato-
el ocobyt aKTyanbHOCTb B HacToslee Bpems. K npumepy, 6onee 20 MUNIMOHOB YenoBeEK B MuUpe
VMEeKT ANarHo3 peBMaTouaHbIA apTpuUT. TeM He MeHee, NaToreHeTUYECKUE acneKTbl JaHHbIX 3aboeBa-
HWN pacKpbITbl HE MOTHOCTbIO, MO3TOMY HapsAAy ¢ NPOrpeccMpoBaHMEM CamMoro 3a6oneBaHUs, BO3HUKaOT
MHOrOYNC/IEHHbIE OC/IOXKHEHUSA, TPYAHO nogjatrouimecs fedeHuto. MNpy ayToMMMYHHbIX 3a60neBaHUAX
06pa3yloTcs UMMYHHbIe KOMMJIEKChl, KOTOpble haroumMTUpyoTcs HelTpodunamm n makpodaramu. rNpo-
uecc garoumTosa CONPOBOXKAAETCA MOBPEXAEHVNEM HEATPOPUNOB, Bble/IEHMEM NIM30COManbHbIX thep-
MEHTOB, MeAMaTopoB BOCMNasieHUs (FTMCTaMUH, CEPOTOHUH, KMHWHbI, NpocTarnaHAnHbl, NeNKOTPUEHbI U
[p.), 4YTO BbI3blBaeT pa3BUTME BOCMA/INTE/bHbLIX, AECTPYKTUBHbIX U NPONNMEpPaTUBHbLIX U3MEHEHWU B
KPOBU N TKaHW, NPOTUB KOTOPOI 06pa3oBasincb MMMYHHble KOMMIeKcbl. Kak NpaBunio, Npu CUCTEMHbIX
ayTOMMMYHHbIX 3a60/1eBaHMSIX MPOUCXOAMT NOBPEXAEHME IHAOTENTNSA UMMYHHBIMU KOMMeKcaMun. 3TO B
CBOK o4epefb cnocobcTByeT arperaumm TpoMoOouMTOB, (DOPMMPOBAHNID MUKPOTPOMOOB, HapyLUeHUeM
pervoHapHoro KpoBoToka. OfjHaKo, HECMOTPS Ha 0YEBUAHOCTb MaToreHeTUYecKol ponun CUCTEMbI FTEMO-
cTaza B (0OpMMpOBaHUM U nporpeccupoBaHn XCH, cyllecTByeT siIBHbIA AeULNT, parMeHTapHOCTb U
NPOTMBOPEUMBOCTb MHOPMALMN O COCTOSSHUM FeMOCTAaTUYECKUX U PEO0SIOFMYECKUX CBOWCTB KPOBU Y
[aHHOM KaTeropun 60/bHbIX.
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Llenb nccneposaHunsa

Llenb nccneaoBaHus: npocreanTs B3aMMOCBSI3b MeXy CUCTEMHbLIMU ayTOMMMYHHbIMU 3a60/e-
BAHUAMM M Pa3BUTUEM HapyLleHWii B cUcTEMe remMocTasa Mpu XpOHMYECKOM cepaeyHoli HeaocTaTouHo-
CTW, a TaKXXe BbISIBUTb YacCTOTY IaHHOM NaTonornmn cpeam xxumTenen Benropoackoii o6nactu.

MaTepunanbl U MeToabl ncciegosaHusA

WMcecnepoBaHue npoBoannock Ha 6a3e benropoackoin 061acTHOM KNMHNYECKOM 601bHULLbI CBATU-
Tena WMoacatha ¢ ncrnonb3oBaHMEM UCTOPU 60ne3Hell peBMaTo/IorMyYeckKoro oTAeNeHNs 3a nepumos fH-
Bapb - Aekabpb 2014 roga.

Pe3ynbTaTbl U 06CYy>KAeHUE

3a gaHHbI Nepuog, 661710 BbISABAIEHO BCEMO C CUCTEMHbLIMU ayTOMMMYHHbIMUW 3a601eBaHusAMN 554
yesnoBeKa, cpean HUX 41 MMenu HapyLleHUsl B CUCTEME remocTasa M XPOHUYECKYH cepAeyHyt HefocTa-
TouHocTb (XCH), uTto coctaBunio 7.4%. B nccnenyemoin BbibopKe Bce nMauueHTbl M3 benropogckon obna-
cTun, B Bo3pacTte oT 40 go 80 ner.

Mpu npoBeaeHUN nccnefoBaHWS, 6bII0 BbISB/IEHO, YTO HaMboslee YacTo COYETaHMe AaHHbIX 3abone-
BaHMW BCTpeyanoch B Bo3pacTe 62.2+1.3 neT (90.2%) n B 4 pa3a yalle cpeam XeHwuH (80.4%) (puc. 1). Ha
CErofHSILLHNIA AeHb CYMUTAETCS, YTO 3TO CBSA3aHO C 3CTPOreHamMu, KOTOpble 06/1a4al0T NPoBOCAAINTENbHbLIM
3thheKTOM W, CNiefoBaTeNbLHO, BbI3bIBAlOT 60/1ee aKTUBHbIN O0TBET [KapeBa, OneriHukKoBa u gp., 2012].

" Myx XEH
33

5i-59neT bO-b3anet 70-Biinet Buro

Puc. 1. Bo3pacTt n non o6cnefyemblx 60M1bHbIX N0 AaHHbIM Benropoackoii
06N1acTHOW KNUHUYecKol 60nbHULbI cBATUTENs Moacada, 2014
Fig. 1. Age and sex of the examined patients according to Belgorod regional clinical hospital of St. Joasaph, 2014

Mo AaHHbLIM MccnefOBaHUA PEBMATOUAHbI apTpPUT SIBASAICA CaMbiM pacrnpocTpPaHeHHbIM CU-
CTEMHbIM ayTOMMMYHHbIM 3ab6oneBaHneM cpefn 60nbHbIX. Ha Hero npuxoaunsock 75% OT Bcex ayTOUM-
MYHHbIX 3a6ofieBaHUI. Pexxe BCTpeyanacb CUCTEMHAA KpacHas BO/M4YaHKa U CUCTEMHas CKaepodepmMus
(7%), 6one3Hb bexTepeBa (6%) M Oo4YeHb pPeAKO BCTpeyaloLlas NaTtoaornsa - y3esKOBbIA NepuapTepunT,
cmHapom Lerpena v Wapna (2%) (puc. 2).

Puc. 2. PacnpocTpaHEHHOCTb CUCTEMHbIX ayTOMMMYHHbIX 3a60/1eBaHU cpean 60NbHbIX
Fig 2. The prevalence of systemic autoimmune diseases among patients
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Bblno 3aperncTpMpoBaHo, YTO Y NAUUEHTOB C ayTOMMMYHHbIMU MaToO/IOrUSAMUN MOBbILLEH PUCK
pasBUTUA CepaevYHO-COCYAUCTbIX OCMOXHEHW BCNeAcTBME HapylleHWs (GUO6pMHOAM3a U aKTUBauum
TpombouuntoB [Knpgaein, Kupgeri, 1998]. Mpn 060CTpEHUN AaHHbIX 3a60/1€BaHUIN XapaKTEPHO MOSAB/IEHUE
thmnbpurHoreHa - 6esKa ocTpoli hasbl. MoBbILWEHWE EF0 YPOBHSA MPUHATO paccmaTpmBaTb KakK OAWH 13 na-
TOreHeTUYECKNX MeXaHN3MOB, 06YyCNaBNMBalOLLNX MOBbILLIEHNE BA3KOCTN KPOBU U HapyLUeHWe ee peosio-
rmyeckmnx ceoiicte [EcppemoBa, KambilwHMKoBa, 2010; Ocunosa n gp. 2012].

Take B UCCefoBaHNAX 6bI10 06HAPYXKEHO, YTO Yy MaLMEHTOB C MNOBbILLEHHbIM YPOBHEM TPOM-
6ounTOB bbbl 60MEE BLICOKUIA PUCK Pas3BUTUA cepaeYvHO-cocyancTbIX 3abonesaHnii [Krishnan, Araneda,
2007]. Mpyn MHOTUX XPOHNYECKNX ayTOUMMYHHbIX 3a60/1eBaHUAX (IOBEHUSbHbIA XPOHUYECKUIA apTpuT,
y3e/1IKOBbIi nonnapTepunT, 60ne3Hb KaBacaku, peBMaTtonaHblii apTpuT, peBMaTmn3M, CUCTEMHas KpacHas
BOMIYaHKa, CKnepoaepMus, aepmMaToMmnosunT, 6onesHbto KpoHa, cMHapomMoM BexyeTta, rpaHynemMaTtos Be-
reHepa) B psiie c/iy4aeB MMeeT MecTo TpomboumTo3 [Wiwanitkit, 2006].

BbicoKkoe cofep>xaHne TPOMOOUUTOB B KPOBU 60/bHbIX 0OBACHAETCA TEM, UYTO NPU ayTOMMMYH-
HbIX 3a00/1eBaHNSAX 06pa3yoTC UMMYHHbIE KOMIM/IEKChI, KOTOpble (harounTUpyrTca HelTpodunamu m
Makpodaramu. Mpouecc haroumnTosa COMPOBOXKAAETCA MOBPEXKAEHMEM HENTPOUIOB, BblAeNEHNEM NN-
30COMasbHbIX PEPMEHTOB U TUMNEPNpPoAyKLMel NPoBOCAa/INTENbHbIX, UMMYHOMOAYISATOPHbIX LLUTOKU-
HOB, C-peaKTMBHOro 6esnkKa 1 rpaHynoumMTapHo-MakpogarasibHOro KoJIOHMeCTUMYMPYOLLLEro akTopa,
UYTO BbI3blBaeT Pa3BUTME BOCMAIUTE/bHbIX, AECTPYKTUBHbIX U NPOANdepPaTUBHbIX U3MEHEHUI B TKaHAX.
Kpome 3TOro MMMYyHHble KOMMJ/IEKCbl MOBPEXAAKT 3HAOTENVA, YTO NMPUBOAUT K YBETMUYEHUIO CUHTE3a U
CeKpeumn aHaoTenmoumMTaMm TpoMOoperynaTopoB, KOTOPbIe Yepes Liernb peakunii ycunmBarT agre3vio n
arperaumto TPOM6GOLUTOB 1 Koarynsayuio. 3To B CBOK oYepedb NMPUBOAUT K (HOPMUPOBAHUIO MUKPOTPOM-
60B, HapyLleHUsM B cucTeMe mukpoumpkynauum [LLimenesa, CemeHoBa n ap., 2009; KaMbILWHUKOBA,
Edpemosa, 2012].

B nccnegyemoit rpynre 60/bHbIX Y 78% (32 yenoBeka) Habn10Aa10Ch NOBbILLEHME PUOPUHOTEHa,
y 46% (19) Tpom60UNTO3. N ToNbKOo y 34% (14) Habnwaanuce gsa 3TuUxX npouecca 0OAHOBPEMEHHO.

Ha hoHe gaHHbIX HapyLLeHW B cucTeMe remoctasa y 60/1bHbIX C CACTEMHbIMU ayTOMMMYHHbIMU
3abonesaHusMu copmumpyetcs XCH.

Kak y>xe yNOMMHanocb, 0ANH U3 KPUTEPUEB Hallel BbIGOPKU - 3TO Ha/IM4Une y N0Len ¢ ayToum-
MYHHbIMUW 3a60/1eBaHNSAMU HapyLleHWiA remocTasa 1 pa3sutmus XCH. Hamun 6b1n1u1 oueHeHbl TakmMe NoKa-
3aTenin XCH, kak ctagus no H.A. CTpaxecko 1 hyHKUMOHanbHbIN Knacc (PK) no Hblo-MoOpKCcKon Kap-
V00T MYecKo accoLmaLlmu.

BonbwnHCTBO NayneHToB (78% nnn 32 naymeHTa) nmenu | ctaguo XCH. 370 cTagns Havana 3a-
60neBaHUs, NPU KOTOPOI HET MPU3HAKOB HapyLUeHWS reMOAVHAMUKW, AUCKOMMOPT NalueHThbl o ylia-
IOT TO/IbKO MpU (hU3NYECKON Harpyske. ¥ ocTanbHbIX - 22% (11) Habnofanocb ymepeHHoe yxyalleHune
COCTOSIHUSA 340P0BbSA Ha (DOHE N3MEHEHUS TEMOAMHAMWUKN B O4HOM 13 KPYroB KpoBoobpalleHus (ctagus
11 A) (puc. 3).

22%

mXCH ctagusa |l (32)

mXCH cTtagna ll A
(€))

Puc. 3. CTaguns XpoHMYeCKOM cepaeyvHoii HegoctaTtodHocT no H.A. CTpaxkecko
Fig. 3. Chronic heart failure stage by N.D. Strazhesko

Mpwn oueHKe PyHKUMOHaNbLHOrO Knacca 20% (12) nauneHTOB He XXanoBa/INCb Ha OAbILLKY, Yycune-
Hue cepauebmeHnsa Npm obbIYHOM (U3NYecKon Harpyske. OcTanbHble 80% (36) npu 06bIYHON r3nye-
CKOI HarpyskKe MUCMbITbIBaIM ANCKOMMDOPT, NPOSABASAIOLNIACA B MPUCTYMaXxX OAbILLKA U YCUNEHWS cepaLie-
6ueHuns (puc. 4).
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Puc. 4. ®K XpoHMYeCKOWN cepAeyHOl HeJ0CTaTOUYHOCTM

no Heo-MopKckoii kapgmnonornyeckoin accoumauynm (NYHA, 1964).
Fig .4. Chronic heart failure functional class by New York Heart Association

[ns Toro, 4tobbl NpoOCNeaUTh BAANSIHME HAPYLLUEHUM CUCTEMbI remMocTasa Ha pa3sutue XCH, uc-
cnefyemMble 6bln pasfgesnieHbl Ha Tpu rpynnbl: | rpynna - 3To nauueHTbl ¢ | ctagnein XCH un | ©K, 11
rpynna - I cragua n Il ®K, 111 rpynna - Il A ctagna n 1l K.

AHann3 ypoBHs pnbpurHoreHa y 60/bHbIX Nokasasn, u4To y | rpynnbl KOHUEHTpauusa gaHHoro 6en-
Ka B CbIBOPOTKE KPOBW Kosiebanack B npegenax 2.7-5.0 r/n v B cpefHem coctasnsana 4.28+0.3 r/n, so 1l
rpynmne aToT nokasaTefb BapbmpoBan ot 2.5-5.7 r/n n B cpegHem coctasun 4.52+0.3 r/n, y nogeii co 1A
ctagmein n Il ®K - 3.5-6.6 r/n, B cpegHem gocturan 3HayeHuii 4.87+0.3 r/n (puc. 5). [ocToBepHble pas-
Nnyuna 6b11K BbisiBAEHbI ToNbKo Mexkay | n 1 rpynnamun (p<0,05).

Puc. 5. KoHUeHTpaumsa nbpuHoreHa B Kposu.
Fig. 5. The concentration of fibrinogen in blood.

Kpome 3Toro, B Kakaolh M3 uccneayembix rpynn 6bis OLEeHEH TaKolW nokKasaTesib, Kak CpegHuii
YPOBEHb TPOMOGOUMTOB. BblNM NonyyeHbl cnegytowme pesynbtatbl: | rpynna - 293.6x73.3x10¥n, Il
rpynna - 303.1x74.2xw0¥n, Il rpynna - 284.8+96.2xtw0¥n. (puc. 6). [LOCTOBEPHbIX pa3nyunii nNpu
3TOM He BbISIB/IEHO.

Puc. 6. YpoBeHb TPOMOGOLMTOB B KPOBW.
Fig. 6. Blood platelet count
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BbiBOAbI

MpoBeaeHHOe UccnefoBaHUE MOKa3ano, YTo YacToTa ayTOMMMYHHbIX 3a60/1eBaHUA B COYeTaHUU
¢ XCH v HapyweHusiMn remocTtasa B benropogckoii obnactu coctaBmna 7.4%. Mpu 3ToM 60/1bLUINHCTBO
60NbHbIX 6bIIN XXEHCKOI0 N0a, C PeBMaTOUAHbIM apTPUTOM.

M3yuunB ypoBeHb hubpuHOreHa M TPOMOOLUNTOB B CbIBOPOTKE KPOBU Y BOJIbHBLIX C ayTOMMMYH-
HbIMW 3a60/1€BAaHUSAMMU, MOXXHO CAeNaTb BblBOA, MOBbleHNEe (YUOPUHOreHa ABNAETCA O4HUM U3 naTtore-
HeTUYEeCKUX MeXaHU3MOB, 06yCcnaBNMBalOLLUX pa3BUTMNE, KaK ayTOMMMYHHbIX 3a6oneBaHunii, Tak n XCH,
NpY 3TOM €ro MOXHO CUMTaTb MOKasaTeNleM TSHXKEeCTU cephevyHO-COCyANCTOro 3aboneBaHUs N ero BO3-
MO>XHOro ncxoga. NMpamMon cBA3U Mexay n3MeHeHMeM Konuyectsa TpoMboumToB 1 ctagueri XCH BbisiB-
NleHOo He 6b1710. HO 3TO He UCK/II0YaeT ponv TPOMOOLUTOB B Pa3BUTUUN CEPAEYHO-COCYAUCTbIX 3aboneBa-
HWi. ns 60nee TOYHOrO MOJSyyYeHUs pesynbTaTta HeobXoAMMO OLEeHUTb ApYrne nokasaTenum cocyaucTo-
TpoMb6OLMTAapPHOro remocTasa.
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