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Pe3ome

B autepatypuom ob630pe mpeacTaBAeHO COBpeMeHHOEe COCTOsAHMe MmpobaeMbl ydgacTus dPpPeKTOPHBIX KAETOK
BPOXAEHHOTO UMMYHMUTeTa B IaToreHese mmemuyeckoit 6oaesnu cepana (MBC) u ee ocaoxnennit. Konmenunsa
aTepockaepo3a KaK BOCHAaAUTEAbHOro 3aboaeBaHuUsA moayduaa ybeiuTeabHOe MOATBEpPXKJAeHUE B KAUHUYECKUX
nccaegosanuax CANTOS, COLCOT u LoDoCo2, npoageMOHCTpUpPOBAaBIIUX CHUKEHIE YaCTOTH CepAedHO-COCYAMCTHIX
COOBITUIT MPU TapreTHOM NOJaBA€HUM KAIOYEBHIX 3BeHbeB BOCHAaAUTEAbHOTIO Kackaja. Bmecre ¢ Tem kpymnHeliiee
nccaegosanne CLEAR SYNERGY, Habop y4yacTHMKOB KOTOPOIO B 3HAYUMTEAbHON Mepe NPOXOAMA B yCAOBUAX
naagemuu COVID-19, He BHABMAO CHUXXEHNA YaCTOTH CePAEUYHO-COCYAMCTHIX COOBITUI NPU Ha3HAYEHU M KOAXUI[UHA
B ocTpoll ¢pase undpapkTa MUOKapAa, HECMOTPs Ha 40CTOBepHOe CHUKeHUe aKTUBHOCTY BOCIIAaAUMTeAbHOTO IIpoIliecca,
MOATBepXJeHHOe 1a00paTOPHBIMU MapKepaMM CUCTEMHOTO BOCIaAdeHMs, YTO CBUAETeAbCTBYeT O He0OX0AUMMOCTHU
AaAbHeIIero yTOYHEHUsS ONTUMAAbHOIO BPEeMEHHOTO OKHa Ha3HayeHUsS IIPOTUBOBOCIAAMTEABHOI Tepamuu
B ocTpoit ¢ase mHpapkTa MuUokapga. B oramume or cymecTBylommux ob630poB, paccMaTPUBAOMIUX OTAeAbHBIE
KAeTOYHble IOIyAALMY, HacToAIas paboTa cucteMaTU3UpyeT JaHHBIE O MOAEKYAsSPHBIX MeXaHU3MaX BOCIadeHuUsd
(uundpaammacomsr NLRP3 u AIM2) u Ka109eBEHX KAeTOYHHX D PeKTopax BPOXKAEHHOIO UMMYHUTETa — MOHOIIMTAX
u makpodarax, HeiiTpopuaax, TYYHBX KaeTKaX, Oasopuaax, so3uHopuaax u ecrecTeHHBX Kuaaepax (NK-xaerkax)
— B eaguHyo ¢daszocnenndnuyeckylo MoJeAb Ha OCHOBE MCKAIOYMTEABHO KAMHUYECKUX AAHHBIX, NMOAYYEHHBIX B
MCCAeAOBaHUAX C ydacTueM deaoseka. [IpoaHaamsupoBaHB pe3yAbTaThl UCCAeAOBAHUI MPU OCTPOM KOPOHaApHOM
cungpome (OKC), xpounueckom kopoHapHoM cuHApome (XKC), mocTuHdpapKTHOM KapaMOCKAepo3e 1 4eKOMIIeHCaluu
XpoHMJeckoit cepaeunoit HegocraTrounoctu (XCH). ITokasano, uto mHdaammacomusnit kackag NLRP3/kacmasa-1/
nHTepAeNKMH-13/uaTepaelikuu-18 BrICTyIaeT B poAM KAIOYEBOTO MeAMaTopa CUTHAA0B OT KPUCTaA40B X0AeCTepuHa,
OKMCAEHHBIX AUIONPOTEMHOB HU3KOM HMAOTHOCTM UM MOAEKYASPHBIX IAaTTePHOB MoBpexaeHu:a. IlpeacrapaeHn
AaHHBIE O IPOTHOCTMYECKOM 3HaueHMU cyOmonyasnumoHHoro cocrasa Mmononutos (CD14++CD16-, CD14++CD16+,
CD14+CD16++) m moaspusanuu Makpodaros (M1/M2) B arepockaepoTudeckoi Oaamxke. Paccmorpena poab
HeMTpopMuAbHEIX BHeKAeTOYHBIX AoBymek (NETs) B ¢opmMmposaHum kopoHapHoro tpomba u Jecrabmamsanmumu
6asmky. OxapaKTepu30BaHO yJyacTye TYUHBIX KAeTOK U 6a30pua0B B Ipoleccax uieMuu-penepPysnu u TKaHeBOTO
pemogeauposannus, a Takxe 3Hauenue NK-kaeTok B aTepoTpomMGo3se u mocTuHdapKTHOM BOCIIaAeHUN. ¥ CTAHOBAEHHAs
dasocnennduuHOCTS BKAaja OTA€AbHBIX KACTOYHBIX IONY AN BPOXAEHHOTO UMMYHNUTETa OTKPLIBAaeT IepCIeKTUBbI
AAs pa3pabOTKM I1epPCOHAAU3MPOBAHHLIX NPOTUBOBOCIAAMTEAbBHBIX CTpaTeruii y IallMeHTOB C Pa3AUYHBIMU
kaunndeckumu popmamu MBC.

KaiodeBbie caoBa: 6pox0eH bl UMMYHUMEN, 60CAAEHUE, AMEPOCKALPO3, OCMPLII KOPOHAPHVIE CUHIPOM, XPOHUUECKUTL
KoporapHuvii cundpom, urnprammacoma NLRP3, monoyumov, maxpodazu, HeumpoPurbHble 6HEKAEMOUHDIE AOCYULKU,
ecmecmeentovle KuAAEPHl

Aas nutuposanus: Awocenos 4. O., ®poaos 4. C., Tupukosa II. B., Aursunosa 4. A., Pybunmreitn A. A.,
Kyapsasues 1. B., Mapuenko B. H. Poas 5pPpexTopoB BpoXAeHHOTO UMMYHUTETa B IaTOreHe3e OCTPOTO KOPOHApHOTO
CUHAPOMA, XPOHUYECKOTO KOPOHAPHOTO CUHAPOMA ¥ MTOCTUHPAPKTHOTO Kapanopubposa. Hosvie Canxm-Ilemepbypzckue
epauebdnve sedomocmu. 2026;105(1):19-43. https://doi.org/10.24884/1609-2201-2026-105-1-19-43.
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Summary

Atherosclerosis is increasingly recognised as an inflammatory disease. The concept of residual inflammatory risk has been confirmed
in the CANTOS, COLCOT, and LoDoCo?2 trials, which demonstrated a reduction in cardiovascular events through targeted suppression
of key inflammatory pathways. However, the largest trial of colchicine in acute myocardial infarction — CLEAR SYNERGY — conducted
predominantly during the COVID-19 pandemic, did not demonstrate a reduction in cardiovascular events despite significant suppression
of systemic inflammatory markers, underscoring the need for further clarification of the optimal therapeutic window and conditions for
anti-inflammatory interventions. Unlike existing reviews that typically address individual innate immune cell populations in isolation, the
present review systematically integrates key innate immune effectors — inflammasomes (NLRP3, AIM2), monocytes and macrophages,
neutrophils, mast cells, basophils, eosinophils, and natural killer (NK) cells — into a unified phase-specific model based exclusively on
human clinical data.

A literature search was performed using PubMed, Scopus, and Web of Science databases. Original research articles and systematic
reviews/meta-analyses from Q1/Q2 peer-reviewed journals were included. Only human studies or in vitro studies using human-derived
material were eligible; animal model studies were excluded.

The NLRP3/caspase-1/interleukin-1p/interleukin-18 inflammasome cascade functions as a central integrator of signals from cholesterol
crystals, oxidised low-density lipoproteins, and damage-associated molecular patterns. Intermediate monocytes (CD14++CD16+)
independently predict cardiovascular events. M1-macrophage predominance in plaque shoulder regions is associated with instability, while
M2-macrophages facilitate efferocytosis and repair. Neutrophil extracellular traps (NETs) provide a prothrombotic scaffold in coronary
thrombi, with citrullinated histone H3 and myeloperoxidase-DNA complexes correlating with infarct size. Mast cell density predicts
adverse cardiovascular outcomes, whereas basophils and eosinophils demonstrate phase-dependent protective or detrimental roles. NK cell
cytotoxic activity is systemically reduced in coronary artery disease, while CD56bright NK cells selectively accumulate in unstable plaques.

The phase-specific contribution of individual innate immune cell populations — from chronic inflammation through plaque destabilisation,
post-infarction remodelling, and heart failure decompensation — provides a rationale for the development of personalised anti-inflammatory
strategies in patients with various clinical manifestations of coronary artery disease.

Keywords: innate immunity, inflammation, atherosclerosis, acute coronary syndrome, chronic coronary syndrome, NLRP3 inflammasome, monocytes,
macrophages, neutrophil extracellular traps, natural killer cells
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BBeaenmue

Mmemrraeckast 60ae3Hb cepana (VIBC) mpoaoakaer 3a-
HIMATh AUAVPYIOIIYe IIO3ULIN B CTPYKType CMEPTHOCTI
Hace/eHV1T DKOHOMITIECK PasBUTHIX cTpaH. Ha mmpotsoxe-
HIJ MHOITIX €T ITaTOTeHe3 aTepPOCKAepo3a V1 IO OCA0XK-
HEHUI! CBA3BIBAAV IPEeVIMYIIECTBEHHO C HapyIIeHV M
AnmmaHoro ooMeHa. OaHaKo K HAaCTOAIIIeMY BpeMeHM Ha-
KOIL1€HO MHO>KECTBO AaHHBIX, CBUAETEALCTBYIOLIIIX O TOM,
9TO BOCITAAMTeAbHbIE PeaKIIVM SIBASIOTCS HeOTHEMAEMBIM
KOMITOHEHTOM BCeX HTaIlOB Pa3BUTILT aTepOCKAepOTIIIe-
CKOTO ITpOI1iecca: OT MHMIIVAIVV IIOBPEKAEHII DHAOTEAVLT
11 GOPMMPOBAHILT AUIIVAHOTO ILITHA 4O AeCTabrAn3arm
(prOPO3HOI TTOKPBIIIKY, DPO3UY OASIIIKI U PA3BUTIAS IO~
caeayrorriero Tpom6o3a [1, 2].

Ocoboe 3HauyeHMe BOCIIadeHUe IIpHoOpeTaeT IIpU
passuTIM ocrporo kopoHapHoro cuHApoMa (OKC), rae
aKTMBAIVs KAETOK BPOXKA@HHOTO MMMYHIUTETa 3aITyCKaeT
KacKaJ, peakiinii, BeAyIx K aTepoTpoM603y. Murpariyis
Z€VIKOLIMTOB B 30HY ITOBPEXKACHI, DKCITPeCCcsl MOAEKYA
aAre3uyt ¥ A0KaABbHBIN BEIOPOC ITPOBOCIIAAUTEABHBIX 1-
TOKIHOB CO34AI0T YCAOBYL AA51 VICTOHYEHVIST (PUOPO3HOI
KaIICy/Abl U AecTabyam3ariy OASIIKY. 3HaUVMBIM II0A-
TBEeP>KAeHIeM JaHHOM KOHIIeNIINY CTaAl Pe3yAbTaThbl MC-
caegosanmss CANTOS, B KoTopoM IpoaeMOHCTPUPOBaHO,
4TO TapreTHOe MoJaBAeHne uHTepAetikuHa-13 (IL-13) mo-
HOKAOHAABHBIMI aHTUTEeAaMMU Y TIaITVIEHTOB, TIepeHeCIIIX
nHgapkT Mrnokapza (/IM), IpuBOAUT K 40CTOBEPHOMY
CHIIKEHMIO YaCTOThI TIOBTOPHBIX CePAEUHO-COCYAVCTBIX
COOBITMIA, HE3ABMCUMO OT YPOBH:I AUIINAOB KpOBI [3].
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The role of innate immunity effectors in the pathogenesis of acute coronary
syndrome, chronic coronary syndrome and post-infarction cardiac fibrosis.

ITomumo ocTpoit ¢askl, BOCIIaleHre UTpaeT BasKHyIO
P05 B ITpolieccax ITOCTMH(QAaPKTHOIO PeMOAE AMPOBAHILL
MuoKapa 11 GopMIpOBaHILI KapAnockaeposa [4]. Hexpos
KapAMOMMOLIMTOB MHAYIIMPYeT TaK Ha3bIBaeMOoe «acerlTy-
Jyeckoe BOCTIaleHye», B X04e KOTOPOIO LIMPKy AUPYIOLIe
MOHOLITSL, HelTpodabl 1 ApyTiie (pPeKTOpHbIE KAETKIA
MUTPUPYIOT B 30HY HOBpexKAeHusl. Kaiouesas QpyHKiys
9TUX KAETOK, IIO-BUAVIMOMY, 3aKAI049aeTcs B DAVMIHa-
LIMM HEKPOTMYECKMX Macc, O4HaKO IMIIepopriyecKast AN
IPOAOHIMPOBaHHAs BOCTIaAMTeAbHas peaKlsl CIIOCOOHa
YCUAUTB A0KaAbHOe ITOBPesKAeHNe, CTUMYANPOBaTh POCT
COeAVHUTeABHON TKaHM, YTO B KOHEYHOM HTOTe ITPUBO-
AWT K AMAaTaliuy ITOAOCTell ceparia, GOpMIPOBaHUIO U
HPOrpeccHpOBaHIIO XPOHIYECKO cepAeYHON HejocTa-
tounocru (XCH) [4].

ITpu xponmgeckoM KopoHapHoM cuHApome (XKC)
HepcUCTUpYIOIee BsAAOTeKyIllee BOcCIlaleHue Ioajep-
JKMBaeT IIporpeccpoBaHIe aTepOCKAePOTIYECKOIO
Ipoliecca I BBICTyTIaeT B KaueCTBe He3aBICVMOTO ITpeAVK-
TOpa HeDAATOIIPUATHBIX 1CX040B [5]. Kannmaeckne nic-
IIBITaHY ITOCAe AHVIX A€T IOATBep AUAY DPPEKTUBHOCTh
MPOTMBOBOCIIAAMTEABHON Tepalny Kak y MaleHTOB C
HeaaBHO ItepeHeceHHBIM VIM (COLCOT), Tak n y naru-
enToB co crabuapHol VIBC (LoDoCo2), uTo yKasbiBaeT
Ha BaXKHYIO POAb MMMYHHBIX MEXaHI3MOB B Pa3BUTUN
KOpOHapHO 1natoaoruu [6, 7]. B To >xe BpeMs1 pe3yb-
TaTbhl MaCIITaOHOTO MICCAeA0BaHILA TPUMeHeHIs KOAXM-
uyHa ripy octpoM VIM CLEAR SYNERGY noatsepanan
AOCTOBepHOe CHIDKeHMe ypoBHs C-peakTHBHOIO 0eKa,
OJHaKO He II0Ka3aAy yAydIleHMs KAMHUYeCKUX JCXO-
AOB, YTO yKa3blBaeT Ha HeOOXOAMMOCTb YIAy0.AeHHOTO
aHaAlM3a poAM OTAeALHBIX 3BeHbeB CHCTeMbI BPOXK/eH-
HOTO MMMYHHTETa Ha Pa3ANJIHBLIX DTarlaXx KOPOHApHOIA
naroaorun [8].

Takum 00pazoM, u3ydeHye KAETOUHBIX 1 MOAeKYASpP-
HBIX KOMITOHEHTOB CHCTeMBI BPOKAEHHOTO MIMMYHHITeTa
SIBASIETCS BAsKHBIM YCAOBMEM 51 IIOHMMaHVI MeXaHM3-
MOB AeCTadMAU3alY aTePOCKAEPOTIYIECKOM OASIIIKM
npu OKC, niporpeccuposanst prOpPO3HBIX M3MEHEHMIT
npu XKC u passutist XCH. PesyabraTsl coBpeMeHHBIX
MccAeA0BaHII TaKKe CBIAETeALCTBYIOT O TOM, UTO B ITaTo-
reHe3e aTepocK1epo3a 0coDast poAb OTBOAMTCS peaKLVAM
BpoxxaenHoro umMmynureTta [9, 10]. boaee Toro, aeraan-
HBIVI aHaAM3 aKTMBHOCTM MH(IaMMacOMHOTO KacKaja,
CyOITOITy ASIIIVIOHHOTO COCTaBa MOHOLIMTOB/MaKpogaros,
HeliTpoduna0B 1 Mx BHeKAeTouHbIX Aosyiiek (NET), a
TaKoKe POAM TYyUHBIX KAETOK, S03MHOPIA0B, 6a30(]p110B
1 NK-K2eTOK OTKphIBaeT IIepCIIeKTUBBI A4S BbLABACHIA
HOBBIX IIPOTHOCTIYECKMX O1OMapKepoB HeOAaropusT-
HbIX 1cxo08B 1pu VIBC 1 paspaboTky maTtoreHeTHIecKn
00OOCHOBaHHBLIX METOAOB TepaIyi.

Leapio HacToOsIIETO 0030pa ABAAETC OIpeieleHre
IaTOTeHeTIeCKOil POAY KOMIIOHEHTOB BpOKAEHHOI!
VMMYHHOI CHCTeMBl — WH(pAaMMacoM, MOHOLIUTOB/
Makpogaros, HeITpod1A0B, 6a30¢1110B, DO3MHOPIIOB,
TyuHbIX KAeToK 1 NK-kaetok — B passutun OKC, xpo-
HITJeCKOTO KOPOHAPHOIO CHHAPOMa, TOCTHHGAPKTHOTO
Kapauockaeposa 1 rporpeccuposanyy XCH na ocose
AAHHBIX KAVHIYECKNX JICCAeAOBaHMIL.

Ilonck auteparypnl IIpoBOAMACI B Oasax AaHHBIX
PubMed, Scopus 1 Web of Science. Kpnrepusimu Bkaiode-
HILS1 CAY>KILAY OPUTVIHAABHBIE JICCAeAOBaTeAbCKIIe CTaThA
U cucTeMaTidecKyie 0030pbl/MeTaaHaANU3bI U3 PeLleHs3N-
PYEMBIX MEAUIIVHCKUX >KypHaa0B (Q1/Q2), BKAIOuaBIIIIe
TaIMeHTOB I 3/0POBBIX J00POBOABLIEB; 1CCAeAOBaHIA
Ha JKMBOTHBIX MOZeAsIX U paboTsl in silico Op1am mckamo-
JeHbI 13 aHaAM3a.

Poan maHp1aMMaCOM B aKTUBaLIN
BpOXaeHHOro mMmmMmyHnrtera npu MbC

Mudpaammacomsr (ot anra. «inflammasome») mpea-
CTaBASIIOT CODOM BHYTPUKAETOUHBIE MYABTUOEAKOBbIe
KOMILAEKChI, OO eCIiedrBaroIyie aKTMBALINIO ITPOBOCIIaAN-
TeABHBIX KacIla3 ¥ IMPOIIeCCHHT IIMTOKMHOB cemericTsa IL-1
[11]. IndaammacoMa cOCTOUT 13 TpeX PyHKITMOHAABHBIX
KOMITOHEHTOB: OeaKa-ceHcopa (perernTopa), paclo3Haio-
IT[eT0 CUTHa/A OIIACHOCTH; ajamnTepHoro Oeaka ASC (or
aHr/. «apoptosis-associated speck-like protein containing a
CARD»), obecrieunBaromiero 0AMroMepr3ariiio KOMILIeK-
ca; 1 9PPeKTOPHOI Kacrasbl-1 (B psge caydaes — Kacria-
3bI-5), OCYIIeCTBASIONIEl BHYTPMKAETOUHBII IPOLIECCIHT
rrpo-IL-1( n rrpo-IL-18 B akTVBHBIE (POPMBI HTVIX IIUTOKH-
HOB [11], a Taxke pacienenne rasaepmuna D [13, 14].
CaezyeT OTMETHTS, 4TO He Bce MH(.1aMMaCOMBI COAP>KaT
agarrrepusiii 6eaok ASC: Tak, madpaammacoma NLRC4 (ot
anra. «NLR family CARD domain-containing protein 4»)
CIIocoOHa HENOCPeACTBeHHO aKTHBUPOBaTh ITPOKACIIa-
3y-1 uepes cobcrBennsIit JoMeH CARD (ot aHra. «caspase
activation and recruitment domain») 6e3 ygactresr ASC [11].
AKTYBHPYIOITMY MH(PAaMMAaCcOMY CUTHAAAMU SBASIOTCS
IIPUCYTCTB/E MOAEKY ASIPHBIX IIAaTTEPHOB, aCCOIIUIPOBAH-
HBIX ¢ HoBpexxAenneM, uau DAMPs (ot anra. «damage-
associated molecular patterns»), a Tak’ke MOAEKYASAPHBIX
HaTTepHOB, aCCOLIMMPOBAHHBIX ¢ ITaToreHamuy, vavt PAMPs
(ot anra. «pathogen-associated molecular patterns»), ko-
TOpBbIE PaCIIO3HAIOTCA Pa3ANYHBIMY TUTIAMU PELIeIITOPOB
BPOXKAEHHOTO MMMyHUTeTa [12]. B KauecTse TmIIM4HbIX
npumepos DAMPSs MOXXHO paccMaTpyBaTh KPUCTaAAbL
X0O/eCTepHHa, OKICAEHHBIE AMTIOIPOTeMHEI HU3KOM I110T-
Hoctu (okATTHIT), BHekaeTounsIii ajeHosuHTpUdOCcaT
(AT®), cBoboanyio AHK, 6eaku Teraosoro moka (HSE,
ot anra. «heat shock proteins»), kpucrasasr MoHOypaTa
Harpus, a Takke Oeaxu rpyrmsl HMGBI (ot anra. «high
mobility group box 1»). KPAMPs oTHOCAT DaKTepria AbHbI
aumronoancaxapug (AI1C), nentuaorankay, paareAan,
BakTepraabHyIO ¥ BUPYCHYIO HyKAEMHOBbIE KUCAOTHI (He-
metnauposannbie CpG-mortussr AHK, apyiieriogeanyio
PHK), a Taxoke AMIIOTeIXOEBYIO KUCAOTY U T. A. KatoueBsI-
MU ITPOAYKTaMM aKTUBALIUI MH(AAMMAaCOMBI SBASIOTCS
axTUBHBIE (POPMBI IIPOBOCHAAUTeABHBIX HUTOKMHOB [L-1(3
nIL-18, a Taxcke razaepmus D, popMupyormit MeMOpaH-
HBIe IOPHI ¥ MHAYLMPYIOLIIA uponTos [13, 14].

Basknas poas B marorenese VIbC mipuaaercs nndaam-
macome NLRP3 (ot anra. «NOD-like receptor family,
pyrin domain-containing 3») [15]. Dxcripeccust KOMITO-
HEHTOB JaHHOTO KOMIL1eKCca OOHapy>KeHa KaK Hertocpe -
CTBEHHO B 04are aTepOCKAepOTUYECKOTO ITOPasKeHIsT, TaK
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1 Ha cucreMHOM ypoBHe. Tak, G. Paramel Varghese et al.
(2016) obHapy>K1MAM HOBBIIIEHHYIO Kcrrpeccuio MPHK
NLRP3, ASC, kacrasni-1, IL-1(3 n IL-18 B atepockaepo-
THUYecKnx OAsIkax yeaoseka, mpudeM NLRP3 u ASC
aKcrpeccrposaancs B CD68+ makpodarax 1 r1agKOMBI-
IIIeYHBIX KAeTKaX MHTUMBI [16]. Boaee Toro, crumyasiims
DAsIIIeK ex Vivo KpucTaddamu xoAectepusa mam ATO
0e3 mpariMuposanst O6aktepuaabsHbM /IIC composo-
>Kaaaach 1poaykiueii IL-13, 4Tto cBMAeTeAbCTBYeT O
IIpeACyIIeCTBYIOIell aKTUBanyy MHQAaMMacoMBbl in
vivo [16]. OTu pesyabTaThl TOATBEPIKAAIOTCS MCCAEAO-
BaHueM K. Rajamaki et al. (2010), koTOpble BIIepBBbI€e ITOKa-
3a41, YTO KpUCTaAAbl XoaectepyuHa akTuBupyior NLRP3
B MaKpodarax Je0BeKa I10cpeACTBOM AeCcTabyAM3arm
AM30COM U BBICBOOOXKAeHMs KaTericuHa B [17]. Hapsiay
C TKaHEeBO! DKCITpeccriell KOMIIOHEHTHI MH(AaMMacoM-
HOTO KacKaJa OOHapy>KMBAIOTCS U B ITeprdepriecKont
kposu. Hartpumep, J. Nordeng et al. (2021) mpu nayuennn
KOPOHApPHBIX TPOMOOB, acCIIMPUPOBaHHLIX Y IaLlYIeHTOB
¢ IM c nogremom cermenta ST (IMnST), ycranosuan,
gyto reHel NLRP3, kacriassi-1, IL-1f3, IL-18, TLR4, IL-6,
IL-6R 1 gpl30 sKcrpeccupoBaauch B IOAABASIONIEM
00ABIIMHCTBE 00OPa3LIOB U BBIABASAVCH B LIUPKYAUPY-
omux Aerkonurax. boaee toro, skcrpeccuss NLRP3
Kak B TpoMmOaX, Tak U B AeliKoLMTaX KoppeaAuposasa C
IIMKOBLIM YpOBHeM TponoHuHa T, 4To cBuAeTeALCTByeT
0 CBs131 MH(1aMMaCOMHOI aKTMBHOCTH ¢ 0OBEMOM IIO-
BpeXXAeHys MuoKapaa [18].

INommmo aokaapHoN akruBariit NLRP3-unadaamma-
COMa CTI0COOHA pacIpOCTPaHATh BOCIIAAUTeABHBIN CUTHAA
Ha coceJHMe KAETKM COCYAVCTO CTeHKHU ITOCPeACTBOM
ME>KKAeTOYHOTO IlepeHOca aKTUBIPOBAHHBIX KOMILAEKCOB,
Kak 9T0 06110 11oKazaHo S. Gaul et al. (2021) [19]. ITpu sTom
BHeK/AeTouHble criekyt NLRP3-uH(pAaMMacoMbl MHTepHa-
AUBYIOTCS IAaAKOMBIIIIEYHBIMU KA€TKaM¥ KOPOHaPHBIX
apTepuii yeA0BeKa, B pesybTaTe 4eTo B KAeTKaxX-peLnIim-
€HTaXx ITOBBIIIIalach aKTMBHOCTH Kacllasbl-1 11 ycuAmBajach
cexperyes IL-13, a Taxcke mipoaykist xemokusaos CCL2/
MCP-1 1 CXCL1, cr1ocoOCTBYIOMINX MUTPALIMY MIMMYHO-
KOMIIETEHTHBIX KAETOK U ITPOAYKIY (prbpoHeKTIHa [19].

Kpome NLRP3, B peMogeanposanue MuoKap/a BHO-
cut BKAaA mHpaamMacoma AIM2 (ot anra. «Absent in
Melanoma 2»), OCHOBHBIM AMTaHAOM KOTOPOI1 SBASETCS
nynrosoasHast AHK. Z. Onddi et al. (2021) oGHapy>xuan
HOBBIIIIEHHYIO 9KcIpeccnio AIM2 8 CD68+ makpodarax
A€BOTO >KeAyJouKa y IaIleHTOB C TepMMHAABHONM cep-
AedHolt HeaoctaTogHOCTHIO [20], a W. Zhang et al. (2022)
I10Ka3aAM, YTO CLIBOPOTOYHIN yposeHs AIM2 moker s1B-
ASATHCS He3aBUCHMBIM ITPeAMKTOPOM HeOAarompUsTHBIX
cepAedHO-cocyAMCTBIX coObrTuit mpu VIBC [21].

Koneunbre mpoayKTs nH(A1aMMacOMHON aKTHBaLIAN —
IL-18 n IL-18 — HakamamBaioTCs B IIOpa>keHHOI COCyAU-
CTOJ1 CTeHKe 11 OOHaPY>KIBAIOTCsI B CICTEMHOM KPOBOTOKe
naryentos ¢ VIBC. J. Galea et al. (1996) npu mMMyHOImCTO-
XMMITYECKOM JCCAeJ0BaHNV KOPOHAPHBIX apTepuii 4ea0-
Beka BprBrAN Oea0K 1 MPHK IL-1B B sHAOTEAMOIUTAX,
Makpodarax 1 KAeTKax aABeHTUIIaABHBIX COCYAOB, ITPU-
yeM cogepskanne IL-1B B apTepraabHOI CTeHKe HapacTalo
ITPOIIOPLIMOHAABHO TAXKECTV aTePOCKAePOTITIeCKOTO I10-

paxenmst [22]. CxoaHast 3aKOHOMEPHOCTh ObL1a OOHapPY-
sxeHa u aas IL-18, koraa Z. Mallat et al. (2001) rokazaam,
gto sKcrpeccrt IL-18 B aTepockaepoTirdecKmx OAAIIKaxX
COHHBIX apTepuii 3HaUMTeAbHO IIPeBbIIliala TAaKOBYIO B MH-
TaKTHBIX cocyax [23]. CaeayeT Takke oTMeTnTh, uto IL-18
A0KaAM30BaACs IPeVMYIIIeCTBeHHO B MaKpodarax, a ypo-
BeHb ero MPHK Obla 40CTOBEpPHO BBbIIIIE B HECTaOVLABHBIX
OAIIIKaX IT0 CpaBHEHMIO CO CTaOMABHBIMM, YTO YKa3bIBaeT
Ha y4JacTyie JaHHOTO LIMTOKMHA B ITpolieccax 4ecTadbuansa-
1 [23]. Kpome Toro, Ha ciCTeMHOM YpOBHE ITOBBIIIIeHe
IL-18 B cbIBOpOTKe KPpOBMU OBLAO TECHO CBA3aHO C TSKECTBIO
KOPOHApPHOTO aTePOCKAep03a, YTO MOSKeT MCII0Ab30BaThCs
B KayecTBe He3aBYICHMOIO ITpeAVKTOpa HeOAaTOIPIATHBIX
UCXOJ0B [24].

Kannrgeckas sHaunMocTs MH(AaMMacOMHOTO KacKa-
JAATIOATBep>KAeHa B Cepiy MHTePBEeHIIVIOHHbIX 1CCAeA0Ba-
Huii. Hanboaee MaciirtaOHBIM 113 HUX CTaA0 McCAe JOBaHue
CANTOS, B xoTOpOM KaHaKHyMad — MOHOKAOHAaAbHOE
antuteao K IL-13 — HazHayaacs mauyeHTaM C IepeHe-
ceHHBIM VIM 11 BLICOKOUYBCTBUTEABHBIM C-peakTIBHBIM
6eaxoM (BuCPE) 2 2 mr/2 [3]. Tepanus kaHakuHyMaboM
crikaaa BuCPDB Ha 37%, a KoMOVMHIPOBaHHYIO IIepBITd-
HYIO KOHEYHYIO TOUKY (HedaTaabHblii JIM, HepaTaabHbII
UHCYABT, CepAeUHO-COCYAVICTasl CMepTh) — Ha 15%, mpn-
4yeM AaHHBI 3¢ ¢eKT ObLA IIPeUMYIIIeCTBEHHO 00YCA0B-
A€H CHIDKeHeM OTHOCUTEeABHOTIO pricKa HepaTaabHOIO
VIM Ha 24% [3]. Baokaaa IL-1f3 40303aBMcHMO CHIKaAa
YPOBEHb HIKeCTOSIIIero B CUTHA/ABHOM KacKage IL-6, Ho
He BAMs14a Ha KoHIeHTpanuio IL-18, koTopslit To400HO
IL-1B mpoueccupyercs: NLRP3-un(aammacomMoii, HO
CeKpeTHpyeTcs II0 He3aBMCMMOMY ITyTH. VY IallieHTOB
C COXPAHSIOUIMMCS ITOBBIIIeHMeM OOOMX LIMTOKIHOB
puck MACE (or aHra. «major adverse cardiovascular
events») OCTaBaACsl MaKCMaAbHO BBLICOKIM, YTO CBIAE-
TeABbCTBYeT O CYII[eCTBOBAaHMM KaK MUHIMYM JABYX ITyTell
roJAep>KaHns OCTaTOYHOTO BOCIIAAMTeABHOTO pUCKa —
IL-1B-3aBucumoro (uepes IL-6) n IL-13-He3aBrcumoro
(uepes IL-18/IFN-y) [25]. B moaTBep>K AeHIe KOHLIETIIIUN
MHOTOYpPOBHEBOTO BOCTIaAMTeAbHOIO Kackaja ObLA0 ITpo-
BedeHo nccaegosanre ASSAIL-MI, B koropoM 610Kada
HipKecrosero B IL-13-saBucmoM kackage IL-6 oaHo-
KpaTHBIM BHYTPMBEHHBIM BBeJeHMeM TolLuanayMada
(MOHOK/A0HaABHOTO aHTUTeAa K perieniTopy IL-6) miepea
YPeCcKOKHBIM KOPOHapHBIM BMelraTeabcTsoM (UKB)
y naumeHTos ¢ VIMnST B nipegeaax 6 yacos oT Hadala
CMMIITOMOB ITPMBOAMAA K YBeAMYEeHIIO MHAEKCa CllaceH-
HOTO MIOKap4a 1o gaHHeiM MPT cepatia, 4to noarsep-
>KAaeT KapAMOIIPOTeKTUBHBIN ITOTEeHIMaA I10JaBAeHIs
NLRP3-orocpes0BaHHOIO BOCITaAUTeABHOTIO CUTHala Ha
Ppa3HBIX YPOBHAX Kackada [26]. Kaunmyeckoe 3HaueHne
6a0kaas! IL-1 mpu ocrpom VIM noaTBepsKAeHO B 00be-
AvHeHHOM aHaAmse cepuu nccaegosannii VCUART (ot
anra. «Virginia Commonwealth University Anakinra
Remodeling Trial»): aHakmHpa cHIDKada 9acTOTY KOM-
OMHMPOBAHHOM KOHEYHOI TOUYKM (BIIEpBLIE AMArHO-
ctuposanHas CH man cMepTs OT A100bIX IpUYIMH) K 12
MecsnaM [27, 28]. DddextnBHOCTS 6A0Kaab! IL-1 pac-
IIpocTpaHseTcs U Ha craauio gekommeHcanyy XCH: B
nccaeaosanmy REDHART y ma1imeHTOB ¢ cCTOANIeCKOl

22 NEW ST.PETERSBURG
MEDICAL RECORDS

Ne 1 |105 | 2026 | 19-43

HOBBIE CAHKT-TIETEPBYPTCKIME
BPAYEBHBIE BEAOMOCTIU



OB30OPHI ANMTEPATYPHL
LITERATURE REVIEWS

The role of innate immunity effectors in the pathogenesis of acute coronary
syndrome, chronic coronary syndrome and post-infarction cardiac fibrosis.

CH (¢paxiiueri Boiopoca aesoro xeaygouka (PB /1K) <
50%) n BuCPD > 2 mr/a 12-HeaeAbHBIV KypC aHAaKMHPBI
MPUBOAVLA K YAy4IIeHIIO IM1KOBOTO IOTpeO.AeHIsT KICA0-
poaa (VO2) u carxernio BuCPB 60.2ee uem Ha 60% [29].
Varndnposanne NLRP3 koAXMIIMHOM ITOKa3a10 BecbMa
cxozny1o a¢ddexrusHOCTL — B uccaegosanmy COLCOT
JacToTa KOMOMHMPOBaHHO KOHEYHO TOUKI CHI311AacCh
Ha 23% [6], a B uccaegosanuy LoDoCo2 y narueHTos ¢
XKC — na 31% [7].

Takum oGpaszom, nHpaammacoMHslit Kackag NLRP3/
Kacraza-1/IL-13/IL-18 urpaer KA104eBYIO poAb B peaau-
3aLyM IpoBOCHaAnUTeAbHBIX peakuyit npu VIBC — or
XPOHIYECKOTO BOCHadeHMs1 B OAAIIKe 40 OCTPOIO aTe-
poTpoMO03a 1 TTOCTMH(APKTHOTO PeMOAeAMPOBaHAS.
Mudaammacoma AIM2 10110AHSET JAHHBIN MEXaHU3M
Hpu nospexkaeHun Mmokapaa. OOras cxeMa Kackaja
aKTMBaLUM ¥ TepareBTMIecKMX MMILeHell IpeACcTaB-
AeHa Ha puc. 1. Pesyavrater uccaegosanuit CANTOS,
ASSAIL-MI, VCUART, REDHART, COLCOT 1 LoDoCo2

11oc/eA0BaTeAbHO IOATBEPKAAIOT, UTO BO3AelICTBIe Ha
pasAudHbIe 3BeHbs MH(AaMMaCcOMHOTO Kackada 40CTO-
BEPHO CHIKaeT MapKephl BOCIIaA€HNl 1/IAM JacTOTy
CepPAEIHO-COCYAUCTBIX coObITMit (Tada. 1), popmupys
AOKasaTeAbHYIO 0a3y 445 IIPOTUBOBOCIIAANTEABHOI Te-
parmim VIBC. BmecTe ¢ TeM pe3yAbTaThl KPYITHENIIIETO
nccaegosannst CLEAR SYNERGY noarsepanan crio-
COOHOCTh KOJAXMIIVHA AOCTOBEPHO CHIDKATh MapKephl
CICTeMHOIO BOCIIaJeHNsI y MalleHToB ¢ ocTpeiM VIM,
04HaKo KAnHidecknit 3¢ ekt He ObLA peaan3oBaH, 4To,
I10 MHEHIIO HEKOTOPBIX aBTOPOB, CBA3aHO C OCOOEHHOCTI-
MI ITPOBeAEHIsT JICCAeA0BaHIs B YCAOBMAX HaHAEMUN
COVID-19 [30]. HepetrtieHHBIM OCTa€eTcs 11 BOITPOC 00 OII-
TMMaJbHOM YpOBHe BMelllaTeAbCTBa B Kacka/ MH(pAaMMa-
comsl: gaHHble CANTOS ykaseisatoT Ha coxpaHenne IL-
1[3-He3aB1CHMOro OCTaTOYHOIO PMCKa, OITOCPeAOBaHHOIO
ocbio IL-18/IFN-y, uro 060CHOBBIBaeT IOMCK KOMOVHM-
POBaHHBIX TeparleBTIYeCKIX CTpaTernii, HalrpaBAeHHBIX
HeriocpeAcrBeHHO Ha NLRP3-undpaammacomy.

Puc. 1. Kackad axmueayuu NLRP3-unprammacomor u mepanesmuueckue MunieHu npu uuiemuieckoi 60aestu cepouya
NLRP3 — om atzr. «NOD-like receptor family, pyrin domain-containing 3»; AIM2 — om anza. «Absent in Melanoma 2»; DAMPs — om
area. «damage-associated molecular patterns»; oxucaennvie AITHIT — oxucaernvie Aunonpomeutior Huskou naommocmu; AINTHIT —
Aunonpomeurvt Huskotl naomuocmu; AIIC — Aunonoaucaxapud; duJHK — dsyuyenoueunas desokcupuboryxieurosas xkucaoma; IL1f —
interleukinlp; IL18 — unmepaeiixunl8; IL6 — unmepaeiixun6; IFNy — unmepdeporry; NKxremku — ecmecmeentvle KUAAEpbl
Fig. 1. NLRP3 inflammasome activation cascade and therapeutic targets in ischaemic heart disease.

NLRP3 — NOD-like receptor family, pyrin domain-containing 3; AIM2 — Absent in Melanoma 2; DAMPs — damage-associated mo-
lecular patterns; oxidised LDL — oxidised low-density lipoproteins; LDL — low-density lipoproteins; LPS — lipopolysaccharide; dsSDNA
— double-stranded deoxyribonucleic acid; IL18 — interleukinlp; IL18 — interleukin18; IL6 — interleukin6; IFNy — interferony; NK cells
— natural killer cells
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Poab $PeKTopoB BpOKAEHHOIO UMMYHUTETA B IaTOT€HE3e OCTPOrO KOPOHAPHOTO OB30OPH. AVITEPATYPEL
CUHAPOMaA, XpPOHNYECKOTO KOPOHApPHOTO CMHAPOMA U NOCTUH(PAPKTHOTO KapAnopubdposa LITERATURE REVIEWS
Tabanmma 1

KarodeBble MHTEpBEHIIMOHHEIE 1ICCA€A0BaHNs, HalIpaBAeHHbIE Ha IT0AaBAeHNEe BOCIIaANTEeAbHOTO KackKaaa
BpOXaeHHOro nmMmyHnrterta npu IbC

Table 1

Key interventional studies aimed at suppressing the inflammatory cascade of congenital immunity in CHD

WUccaeagoBanme,

BuCPB > 2 mr/a; n =10 061;

aHTuTeaa K IL-13

3 Mecs1ia

IIpenapar n Aoszamn IlepBuunasn N
MOy ASIINSI, TIEPHOJ, OCHOBHOVJI pe3yabTaT
MUIIIEeHb pexum KOHEeYHast TOYKa
Ha0AI0 AeHVsT
Crickenne Ha 15%
CANTOS (P. M. Hedataashsiit (ao3a 150 mr; HR 0,85;
Ridker et al., 2017) [3]; Kanaknnymao, 50, 150 mam 300 . 95% AN 0,74-0,98; p =
N VM, sedaTaabHEBIN
nepenecenHnii VIM, MOHOK/AOHaAbHbIE MT II/K Ka>KAble 0,021); curxenne BaCPb

nncyant, CC-cMepTh

Ha 37%; cHIKeHue

199; 6 mecstieB

peuenrtopy IL-6

(xoMOMHMpOBaHHAST)
MeguaHa 3,7 roga OTHOCHUTEABHOTO PUCKa
HedaTaapHOrO VIM Ha 24%
COLCOT (J.-C. Tardif HoAMMe Ifsa - peaHNMIpOBaHHas
et al., 2019) [6]; IM B o OTp 60381( 0,5 Mr ocraHoBKa cepana, | Crikenne Ha 23% (HR
npeguectsyiomye 30 (110 IZIBAI:I}EI N nepopaasio 1 | VIM, uncyasr, 0,77; 95% Al 0,61-0,96; p
aHeir; n = 4745; meauaHa N Toi/[ ‘{I/ICAe/ p/cyT HKCTPeHHasI =0,02)
22,6 mecsi1ieB Gopky NLRP3- peBacKyAspu3ans
(xoMOMHMpOBaHHAST)
nHpA1aMMacoOMBI)
Koaxununs,
Lobocun (s M Nort | PO g 10,
et al., 2020) [7]; XKC, MUK OTp 60(Ife1< 0,5 mr N CHixenne Ha 31% (HR
crabuasHas VIBC; n (110 I;BAI;}GIT IepopaabHoO 1 o }(;Ha ,Hail 0,69; 95% Al 0,57-0,83; p
=5522; meauaHa 28,6 A ! pleyt poHap <0,001)
MecAIIe B TOM 4lCJe, PpeBacKyAsSpu3aIs
coopxy NLRP3- (xoMOUHMpPOBaHHA)
mH}pAaMMaCcOMEI)
HetitpaabHslit pesyabraT
I;I({):I;(g;::)m CC-cMeDTD o nepsuunon KT (HR
CLEAR SYNERGY HoAMMe Ifsa - IM MHE A’b - 0,99; 95% Al 0,85-1,16;
(S.S. Jolly et al., 2025) prisan 0,5 mr  MHCYART, p = 0,93); aocTOBEpHOE
) N o MUKpPOTpyOOUIeK UIeMudecKast )
[8]; octprit VIM (95% (noaasaser nepopaabHo 1 epackvAspusais | CHVPKeHe CPBE;
VIMmuST), UKB; n = 7062; A ! p/cyr p yadpusan DOABIINHCTBO IMalIEHTOB
MeAvaa 3 roaa B TOM 4M1CAe, (xoMOMHMpOBaHHAs KDV DOBAHDL B
4 4 cGopky NLRP3- MACE) pexpyTyp
[Iepro/, aHAE MU
HpA1aMMacoOMBI) COVID-19
VCUART (A. Abbateetal, | , fggg;"fmm Yacrora coBbrmuii 8,2%
2020, 2022) [28]; IMnST; pa, y P vs 29,1% (p = 0,002);
B N PeKOMOMHAHTHBII 100 mMr i/k 1-2 | mau BriepsbIe
n =139 (oGneaunenIi AQHTArOHICT /cyT, 14 AHeit MaTHOCTVpOBAHHAsA | oo AAMSAITT IO
anaans VCUART 1-3); PIyT, 2% 4 4 P nosogy CH nau cmepTs
peuenropa IL-1 CH o o
12 mecsiieB 0% vs 9,1% (p = 0,007)
(xoMOMHMpOBaHHA)
Anaxnnpa 12 Hegeab:
REDHART (B. W. Van N
VO, c14,5 20 16,1 ma/
Tassell et al., 2017) [29]; AmnakmHpa, 2
. 100 mr o/ 1 p/ kr/muH (p = 0,009 aas
AEKOMIIEeHCHpOBaHHasI PeKOMOVMHAHTHBIN 2 A 12 AuHaMuka I
cucroanyeckast CH, OB AQHTArOHUCT }CI}(; ’em) nkosoro VO, Msi]aTeI;eHI?Ayﬂ)- MESK
/1K <50%, BuCPB > 2 peuenropa IL-1 A T Ay
mr/a; n = 60; 24 Heaean TpyIramMit — CH;
’ ! cHiokeHne cMepts/CH
6% vs 30% (p = 0,10)
ASSAIL-MI (K. Broch et Tormansymas Muaekc crraceHHoro | YBeamdeHune mHAeKca
al,, 2021) [26]; IMnST Moiomoi e | 280mr/s MHOKapaa CITaCeHHOTO MUOKAPAA
B ITpejeAax 6 9acoB OT AHTITeAD K OAHOKpaTHO (myocardial salvage | (Tormansymad vs
Hava/a CUMIITOMOB; N = nepeg YKB index) mo MPT 1141a11e00); KOHEUHbII

cepala

pasMep uHPpapKTa — CH
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IMpumeuanret: VIM — nupapkT Muokapaa; IMnST — VIM c nogbemoM cermenTa ST; XKC — xpoHrraecknit Kopo-
HapHbIii cuHApoM; CH — cepaeunast HegocratouHocts; CC — cepaeqno-cocyauctsiii; BaCPb — BBICOKOIYBCTBUTEAD-
Hb111 C-peaxtuBHbIl 6e10K; UKB — upeckoskHoe KopoHapHOe BMeltateabcTso; B /DK — dpakis BpiGpoca 1eBoro
SKeAYAOUKa; T1/K — ITOAKOXHO; B/B — BHyTpUBeHHO; VO2 — norpebaenne kucaopoaa; MPT — MarHmuTHO-pe3oHaHCHas
tomorpadust; HR — orHorenne prickos; A/1 — AoBepuTeAbHbIN MHTEPBAA; CH — CTATUCTUYECKV HE3HAUMMO.

Momnomret 1 Makpodgaru B naroresese IbC

MOHOIINUTBI MPEeACTaBASIOT COOON T€TEPOTeHHYIO II0-
Iy ASIIIMIO KAETOK MI€10VAHOTO PsiAa, KOTOPBIE SIBASIOTC
OJHVIM U3 KAIOUEBBIX (PPEKTOPHBIX 3BeHBEB BPOKAEHHOTO
VMMMYHUTETa 1 y9acTBYIOT B PacliO3HaBaHI, DAVIMIHALVI
U YTUAU3ALAN TTOBPEXKAEHHBIX KAETOK 1 T1aToreHos [31].
OHn criocoGHBI KaK yCHAMBATDL BOCIIaA€HII€, TaK Y IT0AaB-
ASATh €ero MOCPeACTBOM CHHTe3a LIUTOKVMHOB Pa3ANdHOTO
poprAsl, YIacTBYIOT B IIpe3eHTalVl aHTUTeHa KAeTKaM
AJANTUBHOM VIMMYHHOI CUCTEMBI, c[)arouMTo3e, CeKkpe-
TOPHOII AerpaHyAAry, pOPMUPOBAHNN BHEKAETOUHBIX
AOBYIIIEK U peTeHepalyy IIOBpeXKAeHHbIX TKaHel1 [28, 29].
baarozapst 9TOMY MOHOLIUTSI BBICTYTIAIOT CBSI3YIOIVIM 3Be-
HOM MeXXAY IVPKYAUPYIOLIUM ¥ TKaHEBBIM MMMYHHbBIM
otBeToM, a B koHTeKcTe VIBC yx oy Asiym 3acAy>KBsaioT
0co00T0 BHMaHIS BBIAY aKTMBHOTO Y4JacTyist B GOpMIpO-
BaHMV KOPOHAPHOTO BocrazeHst [31].

Ilo skcmpeccuy nopepxHOCTHBIX Mapkepos CD14 u
CD16 B niepugeprueckoil KpoBU BBIAEATIOT TPU CyOIIo-
Iy ASILIAM MOHOLIUTOB: «KAaccudeckue» (CD14++CD16-),
«rrpoMexxyTounbie» (CD14++CD16+) 1 «HeKAaccuJaeckie»
(CD14+CD16++) [32]. ITpu passuri OKC cootHorenue
9TX CyOIOITy AL ITpeTepIIeBaeT CyIIeCTBEHHbIE M3Me-
HeHy1s1. B IpocrieKTBHOM ViccAe A0BaHN C y9acTIeM ITary-
enToB c/IMnST nokasaHo, 4To BbIpaskeHHOe CHYDKeHIe Ul-
cAa IIpOMesKyTOIHbIX MOHOIINTOB (Mon2, CD14++CD16+) k
1-11 HeAeAe accorpoBaaoch ¢ MeHbITIelt yactotoit MACE,
TOrJa KaK MeHee BbhIpaskeHHas AVHaMIIKa VX CHYDKEHII K
1-My MecsIITy He3aBUCHMMO IpejcKasbiBala cHIpkeHne OB
/DK [33]. I TporHocTiyeckoe 3HaueHyie MOHOLIUTapHOTO 3Be-
Ha He OIpaHI4I/BaEeTCsI IIPOMESKYTOUHOY CyOIIOIy AsIIelt:
y narmenTtos ¢ OKC 6e3 moavema ST orvcana «Irpekaac-
crgeckasi» cyoronyasauysa MoHoruTos (CD14+CD16-),
TIOBBIIIIEHHAsS A0/151 KOTOPOI! acCOLIMUPYETCs C Pa3phIBOM
(prdpo3HOI1 KarICy B! HASIIKI U BBIpa>KeHHOI MaKpoda-
raAbHOI MHcl)MALTpaumeﬁ 110 AQHHBIM OIITIYECKOIN KOTe-
peHTHOI1 ToMorpadum [34].

Murpupyst B COCyAMCTYIO CTEHKY, MOHOLIUTSI Audde-
PEHIPYIOTC B Makpodary, (PYyHKIMOHAABHAS HaIlpas-
AEHHOCTb KOTOPBIX OIpeAe/AseTcs] A0KaABHBIM MIKPOO-
Kpy>keHreMm. I Jo Mepe rporpeccupoBaHILst aTepockAepo3a B
Os1111Ke BO3pacTaeT coAeprKaHle Kak ITPOBOCTIaANTeAbHbIX
Mi-makpodaros (iNOS (ot anra. «inducible nitric oxide
synthase»)t, CD86+), Tak ¥ IHNPOTMBOBOCIIAANTEABHBIX
M2-kzaetok (CD163+, MR/CD206+) [35]. Pactipeseaerize B
HpeJeAax O/SIIKY STYX OISV MaKpo(paroB HeoA-
HOPOAHO — M1-KAeTKI A0KaAMU3YIOTCS IIPeUMYIIIeCTBeHHO
B I11e4eBBbIX 30Hax (0T aHra. «shoulder regions») Gastiky,
Han0o.1ee II0ABEP>KEHHBIX pa3phIBy, TOrAa Kak M2-KAeTKu
Ipe001aJaloT B aABEHTULINN U1 00AaCTsIX BHYTpUOASIIeY-
Horo KposousavstHys [35]. CuMHTOMHBIE KapOTHAHbIE
OASIIIKIA ITPY HTOM OTAMYAIOTCS OT CTaOMABHBIX ITpeodaa-

AaH1eM HeKpOTIIeCcKOM TKaHM 1 IIOBBIITIEHHOM DKCIIpec-
crett M1-mapkepos — iNOS, TNF-a 1 MCP-1, Torzaa kxak
M2-mapkepsl IpeMMYIIeCcTBeHHO BbIABASIOTCA B 30HAX,
accOIMMPOBaHHBIX CO CTaOMABHBIM TedeHueM [36]. M2-
Makpodary aTepocKAepOTIYeCKIX OAAIIEK XapaKTepu3y-
JOTCS1 CHVKEHHOI CITOCOOHOCTBIO K HAKOILAEHNIO 3(IpPOB
XOZeCTepyHa, HO BBICOKOM (paronmTapHOll aKTUBHOCTBIO,
B TOM urcae 5PPeKTUBHBIM ¢PPepornTo3oM (OT aHrA.
«efferocytosis») aronTOTIIECKIIX KAETOK, OIIOCpeAOBaHHBIM
pettenitopom MerTK 1 peryanpyeMbiM TpaHCKPUITIIVIOH-
HbIM ¢akropoMm LXRa uepes ero 1ieaesnie rersr ABCA1/
ABCG1 [37]. Takvim 0OpaszoM, casur HaaaHca B cropoHy M1-
(peHOTHIIA IIPMBOANT He TOABKO K M3OBITOUHON IIPOAYKIII
ITPOBOCIIAANTEABHBIX HTOKIHOB, HO 1 K (PYHKIMIOHAABHOIA
HeA0CTaTOUHOCTH ¢ PepornTo3a — HAKOILIEHNIO aIloIl-
TOTMYECKIIX TeAell, PacIIipPeHNIO 30HbI HeKpo3a 1 JecTa-
Onavzaryiu stk [37].

ITomyMo MakpogaroB cocyAVICTON CTEHKM, CyITieCTBeH-
HOe 3HaJyeHVIe IMEIOT pe3iAeHTHbIe MaKpodary MyoKap/Aa.
G. Bajpai et al. (2018) BriepBbie 0OOHAPY>KIAM B TKAHSIX CEpALIa
Jez0BeKa Ase cyororny st CCR2-HeraTyBsHbIe (OT aHIA.
«C-C chemokine receptor type 2») pe3uaeHTHbIe Makpodari
C penlapaTHBHBIMI CBOVICTBAMI, TIOAJep>KIBaeMble 3a CeT
2AokaapHOT Itpoandepariyn, 1 CCR2-1o3uTiBHBIE MaKpO-
(aru, mpouncxoAAIye 13 IUPKYAUPYIOIIVIX MOHOLIUTOB 1
ITPOSIBASTIOIIVE IIPOBOCTIaANTe AbHBIN (peHOTIIT. CoAepiKa-
Hyte CCR2+Makpoaros accolmmpoBaHoO C peMOAeApoBa-
HIeM A€BOTO >KeAyA04Ka I CUCTOANYECKON AMCPYHKITVET],
YTO HO3UIIOHUPYeT 0Ch «MoHOIMT — CCR2+ Makpodar»
Kak ITOTeHIIMAaABHYIO TepaIleBTIYecKyIO MUITIeHb ITpY cep-
AeJHO HegocTtaTouHocTH [38].

ITpoBocriaanTeapHasl aKTMBaIT MOHOLIMTAPHO-Ma-
KpogaraabHOTO 3BeHa MOXKET 3aKPeILLAThCA Ha BITTe-
HETMYECKOM YPOBHE Yepe3 MeXaHN3M «TPeHMPOBAHHOIO
MMMYHHUTeTa» (OT aHIA. «trained immunity»). S. Bekkering
et al. (2014) orMeTyAY, YTO KpaTKOBPEMEHHOE BO3AEIICT-
sue ok/ITHIT na mepsuyHbIe MOHOLIMTBI 4eAOBEKA VH-
Ayrmpyer croyikue Moaudukarym rucroHos (H3K4me3)
B IIPOMOTOpaxX IeHOB ITPOBOCIIAAMTEABHBIX IIUTOKIHOB,
nposiBAsionyecs ycuaeHHon npoaykimeit TNF-a n IL-6
1pu opropHo crumyasatmu [39]. boaee toro, D. C. Ifrim
et al. (2014) gor10AHVAY DT AQHHBIE, YCTAHOBYB, UTO IT€-
pecTpoiika CeKpeTOpPHOTO (PeHOTHUIIA «TPeHMPOBAHHBIX»
ok THIT MOHOIIMTOB HOCUT KOMILAEKCHBIV XapaKTep 1
3aTparusaeT He TOAbKO IposocnaauTeabHble (TNF-a, IL-6),
HO U TIPOTHBOBOCIIaANTeAbHbIe IMTOKUHEI (IL-10, IL-1Ra)
[40]. Kanangeckyto 3HaUMMOCTb (peHOMEHA ITOATBEPAVLANL
S.Bekkering etal. (2016) B 0TA€15HOM KAVHIYECKOM VICC/€E-
AOBaHII: MOHOLIUTEI ITAl[VIeHTOB C CUMIITOMHBIM aTepo-
CKA€pPO30M ITPOAyLIMpOBaAl A0cToBepHO 6oabItie TNF-a it
IL-6 mpu crumy astiviv 6akTepraabHbM AL IC ex vivo, mpu-
9eM BBIPayKeHHOCTb AaHHOTO (peHOTHIIa KOppeAnpoBaja
SIMTeHeTHYeCKMI MapKepaMI1 B IIPOMOTOpaXx I'eHOB Ly
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TOKVHOB [41]. Takum 06pa3oM, MeTaboarrdeckuie GpaKTOpbI
pHCKa aTepoCcKAepo3a CIIOCOOHEI ITeperporpaMMIpPOBaTh
MOHOLIUTBI Ha AAMTeAbHOe BpeM:1, GOpMUPY:I yCTOIYIBBIIA
IIpoBOCIIaANTeAbHBI eHOTUIL TprMedaTe pHO, UTO KO-
AVr9ecTBeHHOe HapacTaHVe OTA@ABHBIX CyOITOITy ASLIVIA MO~
HOITMTOB COITPOBO>KAAETCA 1 Ka9eCTBeHHO (PyHKIIOHAAb-
Hor1 niepecrporikort. Harrprvep, M. Wildgruber et al. (2016),
00c2€e0BaB KOTOPTY TalVIeHTOB C ITeprQeprdecKiM aTepo-
CKAepO30M, TIOKazaan, 9to skcrpeccrst CD162 (ot aHrA. «P-
selectin glycoprotein ligand-1») 1 Mueaonepokciass Ha
TTOBEPXHOCTVA IIPOME>KYTOYHBIX MOHOIUTOB IIPOTPECCHBHO
BO3pacTaeT I10 Mepe yBeANJeHIsT TsKeCT 3a004eBaHIs,
4TO CBMAETeABLCTBYeT O HapacTaHMM X aATe3MOHHOIO 1
IIPOOKCVIAQHTHOIO ITOTeHIaAa [42].

ITpornocrirgeckoe 3HaUeHe OTAEABHBIX CyOTIOITY AL
MOHOIIYTOB OIIEHNMBAAOCH B psie IPOCIIeKTUBHBIX KOTOPT-
HBIX JICCAe J0BaHMIA (TaOA. 2), 04HaKO IOAyJeHHbIe Pe3yAb-
Tarbl HeoAHO3Ha4uHbL. Hartprmep, K. S. Rogacev etal. (2011)
B ABYX IIOCA€/0BaTeAbHBIX pabOTaxX ITOKa3al, YTo abCoAIOT-
HOE 41CA0 «ITPOMEKYTOUHBIX» MOHOLMTOB BBICTYIIaET He-
3aBUCHIMBIM IIPEAVIKTOPOM CePAEIHO-COCYAVCTBIX OCAOXK-
HeHMI1 KaK y TIalMeHTOB C XPOHIMYeCKOl 00Ae3HbIO IToUeK

(XBIT) [43], Tak 1 B KOTOpTe MAIIEHTOB, HAlTpaBAEHHBIX Ha
IL/1IaHOBYIO KOPOHAPHYIO aHIMOTpadpIIo, II0CAe KOPPeKIIN
1o mkaze Framingham Risk Score 1 ypostio BuCPb; ipu
9TOM KJaccuyeckue 1M HeKJAaccudeckyie MOHOIUTEI IIpo-
THOCTIMYECKOI IIEHHOCTBIO He 001ajaau [44]. Bmecre ¢ Tem
B psije MOy ASIVIOHHBIX VICCAeAOBAHMI ObLAY ITOAyJeHbI
IIPOTMBONOAOXKHbIe AanHble. Tak, K. E. Berg et al. (2012)
OOHapY>KI1AM, YTO He3aBMCHMBIM ITPeAVKTOPOM MIIIeMI-
9JecKIX COOBITHI IIpu 16-2eTHeM HabAIOAEHMM ABASAVICH
VIMEHHO «KAaCCUYECKIe», 8 He «IIPOMEXKYTOUHBIE» MOHO-
1thl [45]. Boaee Toro, 5Ty 3akOHOMEPHOCTD IOATBEPAVNAN
F. Hopfner et al. (2019) B nccaeaosarnn PHAMOS, xoraa
I0Ka3aAl, 4To HamOoAblllee abCOAIOTHOE UMCAO «KJAac-
CIYEeCKIX» MOHOIIUTOB acCOIUMPOBAAOCh C AOCTOBEPHO
00AbIIIell YaCTOTOVI KOMOVMHVPOBAHHOI KOHEYHOI TOUKM
(kapanaapHas cMepTh, HedpataabHbi VIM, HedaTaAbHBIA
VHCYABT), TOT4a KaK A5 «ITPOMEXKYTOUHBIX» U «HEKAacCH-
YeCcKIX» CyOIOIyASIINIA CTAaTUCTIIECK 3HaUMMBIX B3al-
MOCB#I3e1 C KAMHIYeCKIMI TIOKa3aTe M1 OOHaPY>KeHO He
05110 [46]. YKa3aHHBIE pacXOXKAeHIS MOTYT OBITh CBSI3aHBI
C pa3AMIVAMM B XapaKTepUCTUKaX KOTOPT, AAUTeAHOCTI
HabAIOAeHIIS 1 IIPOTOKOAAX IPOTOYHOM LIUTOMETPUML.

Tabanma 2

IIporaocTudeckoe 3sHadeHne cyononyasuymii MououuTos npu UBC:
Pe3yabTaThl IIPOCHEeKTUBHBIX KAMHINYIEeCKNX CCAe AOBaHMIA

Table 2
Prognostic value of monocyte subpopulations in CH: results of prospective clinical studies

WUccaeaoBanme,
TIOITY ASIIIVSA, n CyOmiony astsi- KoHe4YHast ToUKa OCHOBHOI HR (95%
negmoa IIpeANKTOP pesyabTaTr AN p)
Ha0 A0 AeHM

«[IpomMeXyTOuHBIe»

MOHOITUTBI —
K. S. Rogacev et HEe3aBUCIUMBII 1,26 (1,04-
al. (2011) [43]; 119 | «IIpomexyroursre» | CC-cobbrTms npeaukrop CC- 1,52, p=
XBIT Ge3 anaansa; (CD14++CD16+) (xoMOUHMpPOBaHHAT) COOBITHIE TTOCAE 0,018); ma 10
MmeaunaHa 4,9 roza KOppeKLNu Ha KA/MKA

Boapacrt, noa, CK®,

CA u uCPb

«[TpomesxyTouHBIE»

MOHOITUTBI —
K. S. Rogacev € AVHCTBEHHBIN
et al. (2012). He3aBVICUIMBII 3,019
[44]; maaHoBast 951 «[TpomesxyTouHBIE» CC-cmeprts, VIM, MHCYABT | IpeAUKTOP; (1,315-6,928;
KOpOHapHast (CD14++CD16+) (xoMOMHMpOBaHHAsT) «KAaccuaecKue» 1 p = 0,009);
aHTnorpadus; «HeKJaccuyecKue» Q4vsQ1
cpeanee 2,6 roga MOHOIIUTBI

3HAYMMOCTU He

AOCTUT AN

«Kaaccnueckne»

MOHOITUTBHI —
aKl. ](32'(;31?)‘%[2;], He3aBVICHIMBIII 1,66 (1,02—

: - «Kaaccraeckne» IpeANKTOD; 2,72, p <
E?Z}?g;ill\égggg, 700 (CD14++CD16-) Mmemiraeckue cobnris «IIPOME>KyTOUHbIE» 0,05); T3 vs
MeanaHa 16 AET’ MOHOIJMTDI T1

3HAaYMMOCTH He
AOCTUT AN
«Kaaccuueckne»
.. MOHOITUTHI —
Ei I({z%}ig;e[zgit HEe3aBUCUMBIN 1,646

: ~c. «Kaaccuueckne , CC-cMepTh, MHCYABT | IIPEAUKTOP; ,005-2,699;

UBC. PHAMOS 994 | <K 2 "M, CC P y. P ) 1,005-2,699
4 4 on KOMOMHMPOBaHHAI «IIPOME>KYTOUHBIE» =0, ;
MeanaHa 34,5 Monl Gurp p yr p=0048); T3
HeneAIL i’ U «HEKAACCUYIECKIe» vs T1
A 3HAaYMMOCTI He
AOCTUTAN
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OB30OPH ANTEPATYPHI The role of innate immunity effectors in the pathogenesis of acute coronary
LITERATURE REVIEWS syndrome, chronic coronary syndrome and post-infarction cardiac fibrosis.
E. Elchinova et ;lgggxﬁﬁ? _qume» %’ég.%’gZ_
2}\;{%2(21830[4}7{2}1 400 «ITpomMexyTouHBIE» Ob1ras cMepTHOCTS / HEe3aBUCUMBI 0,03) /1,20
Y : p (CD14++CD16+) CMEepPTb + TOCIIUTaAN3aLs | IIPeAUKTOP ODIIIen (1,03-1,40;
XCH; cpeanee 2,6 p p p
rona P / CMEpPTHOCTU U p=0,02); Ha
A xoMbOuumposannoin KT | ka/mka

ITpumevanmst: HR — orHorenne prckos; AV — aoseputeapHsiit uHTeppad; CC — cepaeyHo-cocyAuctsit; VIM —
vH}papkT Myokapaa; XbI1 — xporraeckas 601e3Hp 1odek; XCH — xpoHnmdeckast cepaeunast HegocratouHocTs; KT —
KOHeYHas TouKa; Q — kBapTuab; T — Teprmab. Bece HR miprBeseHBI 4451 TOAHOCTBIO CKOPPEKTUPOBAaHHBIX MHOTO(aK-

TOPHBIX MOZEAEIA.

ITporHocTigeckass poAb OTAEABHBIX CyOIIOITYASILIVII
mononmTos He orpanmuansaetcss OKC 1 XKC. Harrpumep,
E. Elchinova et al. (2018) obHapy>kian, 4TO abCOAIOTHOE
coZep>KaHyie «IIPOMESKYTOUHBIX» MOHOLIUTOB SIBASIETCS He-
3aBMCVIMBIM ITPeAUKTOPOM OOIIIeli CMEPTHOCTH 1 KOMOW-
HIIPOBaHHOV KOHEYHOI TOYKM (CMEPTb + TOCITUTaAV3aLIVT)
y narueHToB ¢ gekommeHcaryent XCH [47]. Otu aaHHbIE
coraacyiorcs ¢ pesyastatamu 1. Merinopoulos et al. (2023),
YCTaHOBUBIIINX, YTO COAEpPYKaHMEe «ITPOMEXKYTOUHBIX» MO~
HOIIUTOB AVHAMIUIeCKN n3Merstercs rmocae YKB: 3Haunmo
CHICKasICh B IIepBble 4 Yaca, OHO BOCCTaHABAMBAAOCH K 2 He-
A€M Y1 JOCTOBEPHO IIPEBBIITIAA0 VICXOAHBIN YPOBEHbD K 2
MeciLaM, IpYYIeM YCTOMMIBOE TIOBBIIIIEHIIe HaDAI04a10Ch
VICKAIOYVTE/IBHO Y ITAIVIEHTOB CO CTEHTaMI C A€KapCTBEHHBIM
ITOKPBITVIEM, YTO MOYKET OTpa’KaTh XPOHIUYECKYIO BOCIIAAV-
TeZBHYIO peaKIMIO Ha MMILAaHTaT. I lapasieabHO aBTOPHI
orMetau cHyokerne skcrrpeccr IL-18, CXCR4 u IL-18
TIOBBIIIIEHVIE YPOBHS IIEHTPAKCVHA-3 B IIMPKYAVPYIOIIVIX MO-
HOLIMTAaX, UTO, BOBMO>XKHO, YKa3bIBaeT Ha Ilepepactipee/eHye
IIPOBOCIIAANTEABHOTO IIOTEHIIIala MOHOLIUTOB, BKAIOYast
CHIDKEeHIIEe DKCITPeCCUI TEHOB, YJaCTBYIOIINX B paboTe MH-
¢paamMmacoMBl, B IMPKYAUPYIOIIVX KAETKAX, ITO MOXKET OT-
]pa’kaTh VIX MUTPALIMIO B 30HY COCYAVICTOTO IIOBPEKAEHI,
TOrJa KaK HapacCTaHVe IIeHTPaKCUHa-3 CBUAETEAbCTBYET O
COXPaHSIIOLIENICs aKTUBalV BPOXKAEHHOTO IMMYyHITETa
Ha CHICTeMHOM YpoBHe [48].

C mos3mium JoKa3aTeAbHON MEeAMUITMHBI Hanbojee
yOeanTeAbHBIE AQHHBIE O ITPOTHOCTUYECKOM 3HAUeHNN
CyOIIOIy ASIIMIT MOHOLIUTOB IIOAYYEHBI B MCCAEAOBAHVIN
K.S.Rogacev et al. (2012) [44], BkAt0uaBIIIEM 00CA€A0BaHIe
951 maryeHTa ¢ IL1aHOBOJ KOPOHAPHOII aHTmorpader —
CD14++CD16+ «IxIpOMe>KyTOYHBIe» MOHOLIUTEI OCTaBaAVICh
€AVIHCTBEHHBIM He3aBVCUMBIM IIPeAVIKTOPOM KOMOVHI-
JPOBaHHOV KOHEYHOV TOUKM IIOCA€ ITOAHOV KOPPEKILINI Ha
KJaccuyeckyte PpakTOphl CepAEIHO-COCYAVCTOTO pUCKa I
MapKepBbI CHICTEMHOTO BOCITaeHs1. /laHHOe ricclej0BaHue
OTANYAETCSI MaKCHIMaAbHOM CTaTUCTYECKOM MOIITHOCTBIO,
IIPOCIEKTVBHBIM AV3aIHOM CO CA€IION OIIEHKON KOHEUHBIX
TOUEK U ITOCAeA0BaTeABHOI KOPPEKIIVET B TPEX MOAEASIX
HapacTaoleil CAOXKHOCTY. Pe3yAbTaThl IOAKPEILASIOT-
s HE3aBMCYMBIMI AQHHBIMIY TOVI >Ke IPYIIIIEI B KOTOpTe
rtaryenTos ¢ XBIT [43], a Taxoxe paboroit E. Elchinova et
al. (2018) [47], TaxoKe 4OKa3aBIIIIX IIPOTHOCTMYECKYIO 3Ha-
YIMOCTh «IIPOMEXKYTOUHBIX» MOHOLIUTOB Y ITAIIVIEHTOB C
XCH. Bmecre c TeM, B orty asriyonHoi1 koropte K. E. Berg
etal. (2012) [45] r1pu 16-21eTHEM HABAIOAEHIN ITPEAVIKTOPOM
MITIEMITYECKIIX COOBITII BBICTYIIAAN «KAACCUYECKIIEe», a He

«ITIPOME>KYTOUHBIE» MOHOLUTBL, UTO MOSKET OBITh 00y CA0B-
A€HO Pa3ANIVIIMU B XapaKTePUCTHKaX KOTOPT, AAUTEABHO-
cTv HabAI0AEHIIS U IIPOTOKOAaX IIPOTOYHON IITOMETPUIL.
YKazaHHBIe pacXxOXKAeHVs II0AYEPKMUBAIOT HEOOXOAVIMOCTD
IpOBeAeHIIsI KPYIHBIX CTaHAAPTHM3MPOBAHHBIX ITPOCIIEK-
TUBHBIX MICCA€AOBAHNI C YHUPUIIVPOBAHHBIMI IIPOTOKO-
AaMy MMMYHO(EHOTUIIMPOBAHILT A4Sl OKOHJATEABHOTO
oIpeje/eHNs ONTIMAaAbHOV MOHOLIUTApHOI CyOITOITy-
ASI-0MOMapKepa ¥ IIOPOTOBBIX 3HAYEHNIA, IIPUTOAHBIX
A5 KAVIHIIECKOTO TIPYMEHEHIL.

B coBoxymmHOCTH ITpe AcTaBAeHHbIe AaHHbBIe POPMUPYIOT
LIe0CTHYIO KapTUHY O IIaTOTeHEeTYECKON pOAV KAETOK MO-
HOLIMTapHO-MakpodaraasHoro psga mpu VIBC, Bkaodast
SIUTEHETIYECKOe ITepelIporpaMMIPOBaHIIe LIVIPKY AVPYIO-
IIVIX MOHOIVTOB, VX YCI€HHOE PEKPYTUPOBaHYIE B COCYAVI-
CTYIO CTEHKY, IIP/YEeM ITPOBOCIAANTEeAbHAS TIOAAPU3aLIV
Makpodaros ¢ HapyieHreM 5¢gQgepornTosa 1 HaKOILAe-
Hute mposocriaanTeAsHbIX CCR2+ Makpodaros B Muokapae
IPeACTaBASIOT COOOI B3aVIMOCBSI3aHHbIE 3BEHBsI €AVHOTO
I1aTO0TMYECKOTO ITporiecca. AKTVBIPOBaHHbIE MOHOLINATEI
1 Makpodaru HpoAYLIUPYIOT IIUPOKUI CIIEKTP XeMoaT-
TpakraHTOoB (IL-8, MCP-1, LTB) 1 iurokusos (8 T. 4. IL-1(3,
IL-18), obecrieunBaroIX aKTUBALIIO ¥ PEKPYTUPOBaHIe
HENTPOQIAOB B 30HY TIOBPEXKAEHILL.

Hevirpodnanr B matorenese IbC

Heiirpoduas mpeacrapasioT codor Hanboaee MHOTO-
YICAEHHYIO TOIYAALNIO AEMKOLIUTOB ITeprepIraecKort
KPOBI: Ha MIX 4010 ITprxoanrcst 50-70% Bcex IMpKyAnpy-
101X 6@ ABIX KAETOK KPOBI. SIBASIACH KAETKaMU ITEpBOIL AVI-
HIY 3aIlATHI BPOXKAEHHOTO IMMYHITETa, OHI OOeCTIeun-
BalOT OBICTPELIIT OTBET Ha IOBpesKAeHue 1 MH(peKumIo [49].
OcnoBHBIMI 5PPEKTOPHBIMY MeXaHM3MaMI HeTpoQu-
/0B SIBASTIOTCST (PaTOINTO3, AETPaHyASLIVI C BRICBOOOXKAE-
HIIEM IIpOTea3 U MUEeAOIIEPOKCIAA3HL, ITPOAYKIIVIT aKTVB-
HBIX POPM KMCA0pOAa 1 POPMIPOBAHYIE HEMTPO(PIABHBIX
BHeKAeTouHbIX A0ByIiek — NETs [49]. Tlomumo npotu-
BOMH(EKIVIOHHOI 3aIlIUTHL, HENTPOPILABI MOAYAUPYIOT
aZaIrTHBHEIV IMMYHHBIV OTBET IIOCPEACTBOM ITPOAYKIIVIA
LIUTOKVHOB U B3aMIMOAEVICTBIL C aHTUTEH-TTPe3eHTUPYIO-
MU KAeTKamu [49].

ITpucyrcrere HEMTPOPUAOB B aTEPOCKAEPOTIIECKIIX
Os111IKax Ye10BeKa AAMTeABHOE BpeMsT He40OLIeHIBa10Ch B
CBSI3M C X KOPOTKVM I1epUOAOM HOAY>KU3HY B TKaH:AX [50].
Tem He MeHee, paOOTHI ITOCAE AHETO AECTILAETVLA TIOKa3aAl,
9TO HEMTPOQPUABI IIPYUCYTCTBYIOT Ha BCEX CTaAAX aTepo-
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TeHe3a U CIIOCOOHBI AecTabrAM3UpOBaTh (PUOPO3HYIO I10-
KPBIIIKY O/SIIIKI IIOCPeACTBOM ITpOTeas, aKTMBHBIX (POPM
kucaopoga 1 NETs [50]. B kontekcre VIBC 1x poas peaan-
3yeTcs B ABYX B3alIMOCBsI3aHHBIX IIPOLIeCccaX — XPOHIYECKOM
BOCIIaAUTeAbHOM PeMOAeAMPOBaHII KOPOHAPHOM OASIII-
KU1 11 OCTPOM MIIIEMITYeCKOM TIOBPesKAeHNIN MIOKapAa.

ITpu memirgeckoM IIOBpeXXAEHMM MMOKapAa MIAT-
paist HelTpoIAOB B 30HY HEKpO3a IIPOMCXOAUT YKe B
IiepBbIe Yackl I1oce perieppysii 1 AOCTUIaeT MaKCIMyMa
B TedeHnte 24 yacos [51]. Tak, T. Naruko et al. (2002) B ayrorr-
CUITHOM MaTepyale HeCTabVABHBIX KOPOHAPHBIX OAsIIIeK
OOHapy>KiAM 3Ha9MTeAbHOe Koardectso CD66b+ weiiTpo-
11208 IperMyIIeCTBEHHO B IL1€YeBBIX 30HaX U BOAM3NU
vasa vasorum; Mx 4mca0 ObLIO AOCTOBEPHO BbIIIE B CHM-
IITOMHBIX OAsIIKaX IO CpaBHEeHMIO ¢ OeCCMMIITOMHBIMU
[52]. D1 gannsle oareepanan M. G. Ionita et al. (2010),
KOTOpBIe ITOKa3a/111, ITO BEICOKOe CoAep>KaHye HelTpog1a0B
OBLIO TeCHO CBA3AHO C YBeArdeHeM pa3MepoB AMITAHOTO
s4pa, CHICKEHHbIM COoJep>KaHyeM Ko/AareHa, BhIPaskeHHOI
MakpogaraabHON MH(PUABTPaIIel 1 BHy TPHOASAIIIEIHBIM
KPOBOM3AVSTHIIEM, a TakKe sBAs10Ch He3aBUCUMBIM IIpe-
AUKTOPOM CepAEIHO-COCYAUCTBIX coObITmit [53]. Kpome
toro, F. Marino et al. (2015) ycranoBuam, 4to BHyTpu0OAs-
11eyHsle HerTpoduasl poAyrmpyior IL-8, VEGF (or anra.
«vascular endothelial growth factor») n »aacrasy, A0xkaau3y-
sICh BOAM3MU yIaCTKOB HeoBacKy. Asspu3aari [54]. [Tpu sTom,
VX PYHKIIVIOHAABHBII ITPOQILAb OTANIAACS OT UPKYAUPY-
TOITIX KAETOK IOBbIITeHHo sKcrpeccett IL-8 1 VEGE, Ho
CHVDKEHHBIM O0TBeTOM Ha crumysatiio fMLP (ot anra. «N-
formylmethionyl-leucyl-phenylalanine»), uto cBuaeteancr-
ByeT O YaCTIYHOI aKTMBaIy, A100 O (PYyHKIIMOHAABHOM
VICTOILIEHNY STUX KAeTOK in situ [54]. ITporHocriueckyio
3HaYVMOCTB HEMTPO(ILA-aCCOIMPOBaHHBIX OMIOMapKepOB
rpu OKC nogarsepanan J. Y. T. Yiu et al. (2024), rmoka3as,
qro nosbieHHsle yposH NGAL (ot anra. «neutrophil
gelatinase-associated lipocalin») u Myea0IIepOKCIAa3bI
(MIIO, or anra. «myeloperoxidase») ObLAM He3aBUCHMO
CBsI3aHbI C IIOBBIIIIEHHOM YaCTOTOM CepAeuHO-COCY AMCTBIX
OCAOXKHeHUI [55].

BavkHor1 pyHKImel HelTpodAOB sABASETCT POPMUPO-
BaHIIe HeNTPO(]IABHBIX BHEKAETOUHBIX AOBYIIIEK (OT aHIA.
«neutrophil extracellular traps», NETS), KOTOpbI€e SBASIOTCS
CeTYaTBIMIU CTPYKTYpPaMy AeKOHACHCHPOBAHHOTO XpOMaTH-
Ha, aCCOLIMMPOBAHHOTO € OeAKaMI IpaHy (HelTpoduabHas
»2acraza, MIIO, xarericun G, 2axrodeppyH), ¥ CIOCOOHBI
3axBaThIBATh M YHUITOXKATh OakTepuy [56]. DTOT MexaH3M
(cM. puc. 2) ObLA OlTpeAeeH KaK TpeTuii — HapsiAy ¢ ¢paro-
LIMTO30M U AeTpaHyAsLell — CIocod aHTUMMKPOOHON
3armThl Heittpodraos [56]. B Hacrosiiee BpemsI canraeT-
i1, uto popmuposanue NETs mpeacrasaster coboit popmy
ITpOrpaMMMPOBaHHOM KAETOYHON I10e A, COITPOBOKAAI0-
IIyIOCs paspyllieHNeM sAepHOl MeMOpaHbI 1 9KCTPy3u-
ell JAeKOHAEHCHPOBAHHOIO XpOMaTHHa BO BHEKAETOYHOE
npocrpaHcrso [57]. KaroueBylo poab B ®TOM IIpoliecce
UrpaeT IUTpyAAuHposaHye IvcroHa H3, xaraansupye-
Moe NeNnTUANAapIHIHAeMyHazoi 4 — PAD4 (ot anra.
«peptidylarginine deiminase 4»), 4TO IIPUBOANUT K A€KOHAEH-
carum xpomaruHa [58, 59]. Hapsiay c antiaeckum mytemM, S.
Yousefi et al. (2009) ormcaan «BUTaABHBII» HETO3 (OT aHTA.

«vital NETosis») — ObIcTpbIit MexaHusM (560 MyH), npu
KOTOpPOM HeMTPO(IBI BHIOPaChIBAIOT MITOXOHAPHAABHYIO
AHK 6e3 ribean KAeTKy, COXpaHssI CIOCOOHOCTB K (paro-
LMTO3y 1 xemoTakcucy [60].

INommmo arTrMumkpobHot pyrkimm, NETs Hertocpea-
CTBEHHO y4acTBYIOT B TpoMOooOpasosaryy rrpu OKC. Tak,
D.A. Stakosetal. (2015) o6Hapy>xuan NETs B cocrase Kopo-
HapHBIX TpoMOOB y naruenTos ¢ VIMnST 1 noxasaan, yto
A@HHBIe CTPYKTYpPBI coAep>KaT PYHKIVIOHAABHO aKTVBHBII
tKaHeBo1 paxrop (TF, or anra. «tissue factor»), nanmmpy-
IOIINI BHEIIHNIA ITyTh KOATyAsImy ¢ obpazosaHyeM $u-
OpuHa 1 akTHBarer pakropa Xa, 4To IO03BOAsIET paccMa-
tpuBath NETs kak ¢pusrraecknit kapkac 2451 TF-3aBrcimoro
TpoMOOOOpa3oBaHIsl B KOPOHAPHBIX apTepusix [61]. Dt
pe3yAbTaThl COTAACYIOTCs C IPOCHIEKTUBHBIM KOTOPTHBIM
nccaezosanveM J. L. Borissoff et al. (2013), B pamkax Koto-
poro ObL10 TIoKa3aHo, uto yposHu AHK, Hykaeocom u
komrraekcoB MITO-/AHK B 1r11a3me ObLAM TTOAOXKUTEABHO
accoLMIpPOBaHBI ¢ 00pa3oBaHVeM TPOMOMHA U TSKeABIM
KOpOHapHBIM aTepockaepo3oM, a Komrraekcsl MITO-AHK
SABAAANCh HEe3aBUCUMBIMU ITpeAVKTOpaMM 4ycAa Iopa-
SKeHHBIX COCYAOB ¥ YaCTOTy HeOAAroIpysTHBIX COOBITIIA
[62]. Mopdoaormueckoe MOATBEPXKAEHIE HTOMY OBLIO
noay4eno J. Novotny et al. (2018), kotopble 1pu aHaAu3e
KOPOHAPHBIX TPOMOOB OOHApPY>KMAM, YTO HEUTPOQILABI
SIBASIIOTCS. AOMVIHUIPYIOLIIEV KAETOYHOM IIOITy/AsILVeN, a
NETs mpucyTcTtBoBaayu B 3HAUMTEABHON 9acTi 00pa3lioB
HapsAy ¢ pakropom ¢poH Buasebpanga v prbprHOreHOM
[63]. Poab NETs He orpanmamsaetcst ocrpoit ¢pasor TpoM-
©03a 11 pacIipoCTpaHseTCsI Ha ITPOLIECCh ITOCTMH(apKTHOIO
peMogeauposanyist. Tak, T. M. Hofbauer et al. (2019) ycrano-
By, ato yposHu A1/JHK B raasme narmenTos ¢ IMnST
B 1iepBble cyTKy rocae UKB rpsmo koppeanpopaan ¢ Ko-
AVMEeCTBOM IVIPKYAUPYIONVX pUOPOLIMTOB 11 00OpaTHO — C
DB /LK [64]. ITpn crumy asiym pubpormros NETs in vitro
HabA104a10Ch yCrLAeHNe VX ITpoAvidpepariviv, MATPaLVV 11
IIPOAYKIMM KoAaareHa I Tita, 9to ykaspiBaeT Ha ITpsIMOe
yJacrye Heto3a B GOpMUPOBAHIY IIOCTUH(APKTHOTO Pu-
Oposa [64].

Koanuecrsennyto onenky Harpysku NETs neriocpea-
CTBEHHO B KOPOHApPHBIX TPOMOax BIIepBble BBITOAHIAN
A.Mangold etal. (2015) B cyrcremarirdeckom MOpOMeTpH-
4ecKoM JccAeAoBaHnN y nanyeHTos ¢ VIMnST [65]. Ypo-
BeHb NETs 11010>X1TeABHO KOppeAnpoBad CO CTeIleHbIO
Daepalyy cerMeHTa ST ITpy IOCTyILA€HMN 11 OTpULIATeAb-
HO — C ee HOpMaAu3alyel, SIBATIONIeNICs CyppOraTHbIM
MapKepoM pasMepa uHpapkTa. AxrusHOCTh JHKass! B
CBIBOPOTKe 00paTHO Koppeanposada c Harpyskor NETs
IIPsIMO — CO CKOPOCTBIO HOpMaAu3aLyy cerMeHTa ST, uto
yKasbIBaeT Ha IPOTEKTUBHYIO POAb SHAOTeHHOI Aerpaja-
tmn NETs [65]. B nocaeayroreit padore A. Mangold et al.
(2019) noxazam cosmectHyIO Aokaau3aryio NETs (citH3+/
MITO+) 11 «IIpOME>KYTOYHBIX» MOHOLITOB B KOPOHAPHBIX
TpoMOax, YTO IIOATBEP>KAaeT BO3MOXKHYIO KOOIIepalliio
HeMTPO]ILA0B 11 MOHOLIUTOB B aTepOoTpOMO03e [66]. Baxk-
HO oT™MeTnTH, uTo R. Helseth et al. (2019) msmepman yposau
2 AHK, xomraexkcos MITTO-AHK nNE-/AHKy armeHTos
cVIMnST mipy OCTyTLAeHNI B CTalVIOHap 1 Uepes 3 MecsIia
[67]. Yposan aniAHK 11psiMo KOppeanpoBaayi C pa3MepoM
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vHpapkTa 110 gaHHEIM MPT cepartia n oopatHo — ¢ OB
/UK gepes 3 mecania a1/ JHK coxpansiaa IIporHocTideckoe
3HaueHyie B OTHOIIIeHII HeDAaroIIpIATHOTO PeMOAeANPO-
BaHVSI MUOKapAa [67]. B cBoro ouepeas, M. S. Langseth et al.
(2020) g0110AHMAY DTU AQHHBIE, [TTOKA3aB, UTO TTOBBIIIIEHHbIE
koHneHTpanuy Ai/HK npu nocryriaenn B cralioHap
NpeAcKasblBaall KOMOMHMPOBAHHYIO KOHEYHYIO TOUKY
(cMepTs, TIOBTOPHBI VIM, rocrmraansaiiyst 1o moBoAy
CH) B reuenue 12 mecsities riocae VIMnST [68]. 1, HakoHery,
H. H. Limetal. (2020) ycTaHOBIAM, YTO YPOBHM KOMIL1€KCOB
citH3-AHK 1 MITO-/AHK GbL111 3HaYMMO ITOBBIITIEHBI KaK
ripy OKC, Tak 1 ITpy OCTPOM MILIEMITIeCKOM MHCYABTe I10
CpaBHEHMIO C KOHTpOAeM, IIpU 5ToM yposens citH3-AHK
koppeauposaa ¢ TportornHoM I mpy OKC [69]. OcHoBHbIe
MCCAeAOBaHI TIPOTHOCTIYECKOM 3HAYMMOCTH MapKepOB
Hetosza Itpu VIMnST npeacrasaeHs! B TabA. 3.

Hecmotpst Ha yOeauTeabHble AgaHHBIE O KOPPeASIII
MapKepoB HeTo3a C TSKeCThIO IIOBPEeXKAEHIIT MUOKapAaa,
X CaMOCTOsATeAbHAas ITPOTHOCTIMYECKas LIeHHOCTh OCTaeTCs]
npeameToM Auckyccrn. Tak, yposeHs komriaekcos H3Cit—
AHK ripy ioctyTiaeHnm A0 periepy3im He sIBASLACS CAMO-
CTOSITeABHBIM IPeAVMKTOPOM CePAEUHO-COCYAVICTBIX OCAOXK-
HeHMi1 B TedeHye 30 CyTOK 1 He yAyu4Iliaa 6a30ByiO0 MOA@AD
crparudukarym pucka, toraa kak CPB n IL-6 socroBeprO
yBeAV4IBaAY ee [IPOTHOCTIIIECKYIO IeHHOCTH [70]. Boamoxk-
Hoe o0OBsicHeHMte — ObIcTpast Aerpasaryst H3Cit-AHK sH-
Aorennort /HKazoi1 1 HecopIageHne n1ka oOpasoBaHILsL
NETs c MoMeHTOM 3a00pa KpoBr. MOSKHO cAeAaThb BBIBOA,
gTo ogHOKpaTHOe n3Meperrte H3Cit-AHK rmpu moctyrLe-
HIM B CTalMOHap 1o nosody VIMnST ne ob6aasaet agocta-
TOYHOJ IIPOTHOCTIIECKO LIEHHOCTHIO M TpeDyeT AOII0AHe-
HILS1 APYTYIMU BOCITAAMTeABHBIMY OMOMapKepaMIA.

Koppeasia mapkepos Hetosa ¢ ypoBHsaMM IL-6 — 1u-
TOKVHOB, peryAnpyeMbIM MH(pAaMMaCOMHBIM KacKaZoM
MOCAY>KIAa OCHOBAHMEM AASl M3YYeHU:s BO3MOXKHOCTH
(papMaKO0.10IIecKOrO IT04aBAEHI1 HeTO3a yepes 610Kaly
IL-6-curnaavnra. Tak, K. M. Kindberg et al. (2024) B pamxax
nccaeaosadyst ASSAIL-MI paHaoMU3MpoBaAn MaIeHToB
cVIMnST 2451 04HOKpaTHOTO BHYTPMBEHHOTO BBe AEHILS TO-
nmansyMada (MHrmouTop perterrropa IL-6) man naarie6o 40
pentepdyanu [71]. Tormansymab 3HAYMMO CHIKaA YPOB-
uu A1/ JHK gepes 3 cytok nocae YKB; skcrpeccrst PAD4
HeriTpodrLaax ObLAa 3HaYVMMO HIDKE B IPYIIIIe ITaIlVieHTOB,
noAydasinx Toumansyma0d. HasHauenne tormansyma0da
TaKKe acCOLMIPOBAA0Ch C YMeHBIIIEHVeM pasMepa MHpap-
kra 110 gaausiM MPT [71]. Kpowme Ttoro, IL-6R-curnaaymr
yepe3 TPaHCKPUIIIOHHBIN (pakTop STAT3 (or aHrA. «signal
transducer and activator of transcription 3») 6611 cBsi3aH ¢
sKcrpeccuert PAD4 B velttpoduaax, a nogasaerve STAT3
in vitro carpkaao skcrpeccuio PAD4, oaTrsepikaast TOT
¢axt, uro xackag IL-6R/STAT3/PAD4 siBasiercst Teparies-
TUYECK 3Ha4MMbIM MeXaHI3MOM pery sy HeTosa [72].

IIpeacraBaeHHbIe pe3yAbTaThI CBIAETEALCTBYIOT O TOM,
gro NETs BBICTYTIAIOT CTPYKTYPHOI OCHOBOI 415 TPOMOO-
00pasoBaHIsl B KOPOHAPHBIX apTepIsiX, MOAAEPIKIBAIOT
AOKaJbHOe BOCTIaJeHNe ¥ CIIOCOOCTBYIOT IOCTMH(apPKT-
HOMY peMogeanpoBaHmio. LInpkyaupyiomnme Mapkepsl
NETs B nrepudepraeckont kposu (anAHK, xomrraekcsr
MITO-AHK, citH3) mpeAcTaBAsIOT MHTepec AAsl CTpaTh-
uKaIM prCcKa, 0AHAKO VX IPOTHOCTIYECKas 1IEHHOCTh
TpeOyeT JaAbHeMIIIero M3yJeHIsT B COYeTaHIM C APYTUMU
BOCIaAUTeAbHBIMY O1toMapkepamu [73]. IloaasaeHne He-
TO3a IyTeM 0a0Kaap! IL-6-curHaanHra 0OOCHOBLIBaeT pas-
paboTKy TapreTHbIX aHTU-NET crparernii mpy ocrpom VM.

Puc. 2. Mexarusm gopmuposarius neiimpodurvtuvix srnexremounoix rosyutek (NETS) u ux porv 6 KoporapHom mpomoose
NETs — om anea. «neutrophil extracellular traps»; DAMPs — om aeA. «damage-associated molecular patterns»; TLR4 — om amza. «Toll-
like receptor 4»; TNFa — om anzA. «tumour necrosis factor a»; PSGL1 — om anea. «Pselectin glycoprotein ligand1»
Fig. 2. Mechanism of neutrophil extracellular trap (NET) formation and their role in coronary thrombosis.

NETs — neutrophil extracellular traps; DAMPs — damage-associated molecular patterns; TLR4 — toll-like receptor 4; TNFa — tumour
necrosis factor a; PSGL1 — Pselectin glycoprotein ligand1
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Tabamma 3

Mapxkepsr HeTpodpUabHBIX BHeK2eTOUHBIX A0BymeK (NETs) mpm ocTpoM KOpoHapHOM CMHApOMe:
KAIOYeBble KAMHMYeCKMe nccaeaA0BaHUIA

Table 3

Markers of neutrophilic extracellular traps (NETs) in acute coronary syndrome:

key clinical studies

HNccaeaoBanne, momy asiysi, Iepynog HabA10 4eHUsT

Mapxkepsr NETs

OCHOBHOJI pe3yabTaT

D. A. Stakos et al. (2015) [61]; IMuST, actinparis
KOPOHApPHBIX TPOMOOB

citH3, NE, TF B
cocraBe NETs

NETs B kopoHapHBEIX TpOMOax
coep>KaT PYHKIMOHAABHO
aKTUBHBII TKaHeBOI (aKTop,
VIHULIMUPYIONI VI BHEIHM Iy Th
KOary sy yepe3 akTUBaLIo
daxropa Xa

J. I. Borissoff et al. (2013) [62]; manimeHTs! €
nogospenneM Ha VIBC, HantpaBaenHsre Ha KT-
aHrnorpaduio

anJHK,
HYKA€OCOMBI,
KoMmIraekcsl MPO-
AHK

MapxepnI HeTO3a aCCOIIMIPOBAHEI
¢ reHepanueil TpoMOMHa

U TAYKEeCThI0 KOPOHAaPHOTO
aTepockaepo3a; KomIraekcsr MPO-
AHK nipeackasbiBaau KOAMYECTBO
ITOpa>keHHBIX COCYA0B 1 9aCTOTy
CC-cobrrmmi

A. Mangold et al. (2015) [65]; IMnST, acnupanus

citH3, NET burden

Yposens NETs B TpomGe
KOoppeaupoBada ¢ 9aesanueir ST
1 obpaTHO — ¢ pesoatonueii ST;

KOPOHapPHBIX TPOMOOB ITpu nepsrraHoM YKB (MopdomeTpus) axrussocrs AHKasst 06patHo
Koppeauposaaa c Harpyskoit NETs
CosmectHas aokaau3anus NETs
U IIPOME>KyTOUYHBIX MOHOLIMTOB
A. Mangold et al. (2019) [66]; IMnST, acrmpariust citH3, MPO, B KOPOHapHEIX TPOMGax;
IIPOME>KyTOUHbIe YPOBHM ITPOMEKYTOUHBIX
KOPOHAPHEIX TPOMOOB
MOHOILIUTBI MOHOIIUTOB B KPOBU 13 MH(PAPKT-

CB3aHHOJ apTepUM BHIIIIE, UM B
repudepraecKoin

R. Helseth et al. (2019) [67]; IMuST; 3 mecsiiia

A HK, xommiaexcsr
MPO-AHK, NE-
JAHK

AuAHK nipu nnocrynaenun
KOppeanpoBaja C pasMepoM
nudapkra (MPT) n obpaTHO — €
@B /K yepes 3 mecsna audHK
COXpaHs1a IIPOTHOCTUYECKOe
3HaYeHIe

T. M. Hofbauer et al. (2019) [64]; IMuST, n =50

A AHK, pubpornter

auAHK xoppeanposasa ¢
KOAM4YeCTBOM PpUOPOITUTOB I
obpaTtaO — ¢ B /IK; crumyasis
¢udporuros NETs yenansaaa
MPOAYKIINIO KoAAareHa I Tuma

H. H. Lim et al. (2020) [69]; OKC, ocTps1it
MIIeMUYeCKUI MHCYABT, KOHTPOAb

CitH3-AHK, MPO-
JHK

citH3-AHK u MPO-AHK mnoBbItiieHst
npu OKC n uncyaste; citH3-AHK
KOppeAnpoBaa ¢ TpOroHnHoM I ripu

OKC

A. Blasco et al. (2025) [70]; IMnST, n = 487; 30 cyTox

H3Cit-AHK

Ognokparnoe usmepenne H3Cit-
AHK npu nocrynaennu He s1BA5140Ch
npeauxkropoM CC-0caA0KHeHMIT;
CPb u IL-6 3HaunMoO yayuiaan
IIPOTHOCTUYECKYIO MOAeAb

K. M. Kindberg et al. (2024) [71]; IMnST (ASSAIL-MI);

auAHK, PAD4 B

Toumansyma6b camkaa anAHK
u skcrpeccuio PAD4; nepsoe
VMHTEPBEHLIMIOHHOe 10Ka3aTeAbCTBO

3 cyTok HelTpodmaax
¢apmakoaornueckoro rogaBaeHNs
HeTo3a npu VIMnST
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[Mpumeuanus: VIMnST — ungpapxr Mmuokapaa c nogremom cermerra ST; OKC — ocTpbiii KOpoHapHBIN
cunapom; UKB — upeckoskHOe KopoHapHOe BMeItateascTBo; PB /10K — ¢pakius BeIOpoca A€BOro XeayA0uKa;
MPT — maruutHo-pesonancHas Tomorpadust; CC — cepaeuno-cocyauctsiii; 4un4HK — asynennoueunas AHK;
citH3 — nurpyaanauposannsiit rucron H3; NE — neiirpoduasnas aacraza; MPO — mMueaonepoxcugasa;
TF — TkaneBoit ¢paxrop; PAD4 — nentuguaapruanagenmmnasa 4; CPb — C-peaxtusHblit 6e10K.

basoduasl, 503MHOPNABI ¥ TyUHBIEe KAETKM B
narorenese VIBC

TydHbBIe KAETKI SBAAIOTCS AOATOXKUBYIITIMU TKaHepe-
3VAEHTHBIMY KA€TKaMV MU€/I0VIAHOTO ITPOVICXOXKAEHILS,
3aBepIIAIOIIMMM CBOIO AU¢PepeHIPOBKY B repude-
PMYECKUX TKaHAX IO BAVSHMEM (PaKTopa CTBOAOBBIX
kaeToK (SCF, ot aHra. «stem cell factor») v IMTOKMHOBOTO
MUKPOOKPY>KeHIs1. VIX ceKpeTOpHbIe IpaHy ABI COAep>KaT
npedpopMIpOBaHHbIE MeAMATOPLI — TMCTaMUH, rela-
puH, TpunTasy, xumasy, karericuH G u TNF-a, Toraa
KaK IIpM aKTUBaLIMU DTU KA€TKU AOTIOAHUTEABHO CUH-
TE3UPYIOT AUMNMAHBIE MEAVIATOPHI (A€MIKOTPUEHBI, ITPO-
CTarAaHAMHBI) U pasandsble 1nuTokuHe! (IL-6, IL-13,
IL-33), uTo M03BOASIET TYYHBIM KA€TKaM MOAY AMPOBaTh
KaK BpO>XXAEHHDIN, TaK U aAaIllTUBHBIN MMMYHHBII OT-
BeT [74, 75]. B cepae4HO-COCyANCTOI cUCTeMe Ty4JHble
KAETKH paclioAaraloTcs B CTeHKe KOPOHaPHBIX apTepuUil
(MHTMMe U aABEHTUIINM), MIOKapAe U IlepuKapAe, 4TO
CO3/aeT aHaTOMMYECKYIO OCHOBY A5 MX YJacTHUsI B aTe-
poreHese, AecTabnansaruy OAAIKY U TOCTUH(APKT-
HOM peMogeAnposaHuu [76].

Mopdoaornyeckne jaHHBIE ITOATBEP>KAAIOT ydac-
TUe TYIHBIX KA€TOK Ha BCeX CTajUsX aTepOCKAeposa.
Hanpumep, B HemM3MeHEHHON MHTVMME KOPOHapPHBIX
apTepuii Ty9HbIE KAeTKM cocTaBAsIOT Anb 0,1% sapo-
coep>KallX KAETOK, TOTAa KaK B ANIIMAHBIX ILITHAX VX
40451 BO3pacTaeT B 9 pas, a B aTepoMax — B 6 pas, Ipu-
9YeM TY4HBIE KAETKI IIPeVIMYIIeCTBEHHO CKaILAMBaIOTCs
B I1/Ie9€eBBIX 30HAX aTepOM, a 40451 AeTPaHy AMPOBaHHBIX
KAETOK AocTuraet 65-85% mpoTtus 3% B HeM3MeHEeHHO
nHTNMe [77]. B 121e4eBbIX 30HaX 40 23% TYIHBIX KA€TOK
cogepxat n/man cexpernpyior TNF-a, uro cymecrt-
BEHHO 0O/bIIIe 110 cpaBHeHMIO ¢ Makpodaramu (1,3%)
u raagkomepireaHsiMu Kaetkamu (0,4%) [78]. Boaee
toro, TNF-a-mosuTuBHbIE Ty4HbIe KAeTKY KOHIIeHTPH-
PYIOTCS B 30HaX paspbiBa OASIIKY, YTO yKa3bIBaeT Ha
UX BKAaZ B AecTabmamn3anuio GpuOpO3HOI MOKPHIIIKI.
C apyroii croponsl, E. Kritikou et al. (2019) meTozom
IIPOTOYHO) IIUTOMETPUN IIOATBEPAVAN BBICOKYIO
CTelleHb aKTMBALV! MHTpaIlAaKeTapHBIX TYYHBIX K/e-
TOK, TI0Ka3aB, 9T0 56—61% KAeTOK DKCIpeccupoBaiu
Mapkep gerpanyasuuyu CD63, nmpu sTom npeodaagaa
IgE-zaBucumeni Mexannsm axtusanum (40%), Toraa
Kak 0k0a10 20% KaeTok akTusupoBaauch IgE-nesasn-
CUMBIM IIyTeM [79].

CaeayeT OTA€ABHO IIOAYEPKHYTH, YTO OASIIKM C
BBICOKMM COAEp>KaHMeM TYYHBIX KAETOK XapaKTepu-
30BaAMCh HECTAaOVMABHBIM AUIIMAHO-BOCIIAANTE ABHBIM
¢peHOTHMIIOM M ACCOIMIPOBAAVICH C CUMIITOMHBIM Tede-
HreM 3aboaesann [80]. ITpudeM KoAMdecTBO TYIHBIX
KAETOK I0A0XKUTEABHO KOPPEeANPOBAO C IIA0THOCTHIO

MIKPOCOCYA0B — II0Ka3aTe eM BHyTPUOASIIedHON Heo-
BaCKyAsSipU3alii, TO eCTh (POPMIUPOBAHNS HE3PEABIX
IIPOHMUITAEMBIX KaIINAASIPOB, CAYKaIUX UCTOUHIMKOM
BHYTPUOASIIIEYHBIX KPOBOU3AMSHIIN 1 (PaKTOPOM IIe-
pexoa cTabuabpHOM OAAIIKA B HeCTaOUABHYIO; B ITPO-
CIIEKTUMBHOM HabA10A€HIY KOAMYECTBO TYIHBIX KAETOK
SIBASLAOCh HE3aBUCUMBIM IIPeJUKTOPOM Hebaronpu-
SITHBIX CePAEUHO-COCYAMCTBIX X008 [80].

D1 Mopdoaornmdeckue HaxXOAKM HAIIAN IIpUMe-
HEeHMe Ha ypOBHE B CHIBOPOTOYHEIX OMOMapKepos.
Hampumep, KOHIIEHTpamus TPUIITa3bl y HaIleHTOB
¢ OKC 3HaunMo IpesbIiiala KOHTPOAbHbIE 3HAYeHIS
u Oblaa Hambo.Aee BHICOKON IIpU HOpakeHUM CTBOAa
A€BOVI KOPOHAPHOV apTepuy MAU TPeXCOCyANCTOM
nopaxenun [81]. boaee Toro, E. N. Deliargyris et al.
(2005) moaTBEpAVLAL DTU AQHHBIE ITPY CTAOVLABHOI CTe-
HOKapAuu, 0OHapy>XMUB KOPPeASLINIO CBIBOPOTOYHON
TPUIITa3bl CO CTEIIEHbI0 KOPOHAPHOIO aTepOCKAepo3a
[82]. B cosokymHOCTM € MOP(OAOTMIECKIMY AAHHBIMU
[77, 78,79, 80] oT0 cCBMAETEALCTBYET OO aKTUBHOM y4a-
CTUM TYYHBIX KAETOK B aTepOTreHese 1 arepoTpomMbose.

I[ToMrMO KOpPOHAPHOIO aTepPOCKAepPO3a, MHPUAL-
TpaIus TY9HBIMU KA€TKaMU 3Ha9MTeAbHO BO3pacTaeT
5 Mmuokapge rpu XCH. Tak, ma0THOCTL TYYHBIX Kae-
TOK, COAep>KaHNe I’ICTaMIHA U TPUIITAa3hl B MIOKapAe
MaLMeHTOB C AMAaTallMIOHHOM U UILIEMIYECKON Kap-
AVOMUOTIATHEl 3HAYMMO ITPEBLINIAAY KOHTPOABHbIE
rokasarean [83]. VIMMyHO®A€KTpOHHAS MUKPOCKOIIIAS
sprs1Braa SCF HerocpeACTBeHHO B CeKPeTOPHBIX IPaHy-
Aax TyJHBIX KAETOK, 4TO yKa3bIBaeT Ha ayTOKPMHHLII
MeXaHM3M [I0AJeP>KaHUs X IpoAndepaniu B opa-
>KeHHOM MmoKapZe [83]. IloaoxxureapHyo xoppeas-
LIMIO MEXAY KOAMYECTBOM TYYHBIX KAETOK U CTETIeHBIO
UHTepCTUIMaAbHOro (pubpo3a B OuonTaTax MuoKapaa
obHapy>xuanu M. Batlle et al. (2007) [84].

MoaekyAsSTpHBIN MeXaHM3M YJaCTSI TYYHBIX KAETOK
B GpuOPO3UPOBAHNN MIOKapJa MOXeT OBITh OIloCpe-
AOBaH XMMa3o0ii. B TkaHsiX npeacepAnii yeaoBeKa ak-
TUBHOCTb XMMa3kl B 00pasosanny anrnotensusa Il us
aHrnoreHsuHa-I 6oaee uem B 25 pa3 IrpeBkbIIIala aKTUB-
HOCTh AlI®, 4TO CBMAETEABCTBYET O CyIeCTBOBaHUU
AII®-He3aBMCUMMOTO IIyTH TeHepaliy aHTMOTeH31Ha
II B cepate 1 MoOXeT OODLACHATH IIPOrpecCcpOBaHe
($ubposa, HecMOTps Ha Tepanuio MHrMouTopaMu AIIP
[85].

bazopuanl — peaxas momyasius IpaHyAOLIUTOB
nepudepmdeckoil Kposn (MeHee 1% Ae€IKOIIUTOB),
POAb KOTOPHIX B KAPAMAABHOI [1aTOAOTUY AAUTEABHO
BpeM:I OCTaBalach HeM3y4eHHOI. brLao rokasaHo, 94To
YPOBeHb IIUPKYAUPYIOINX 0a30pnA0B y HAIIMEHTOB
¢ IMnST oGpaTHO KOppeaAupyeT ¢ I40IaAbio pyoIa
Muokapaa 1o ganasiM MPT [86]. B mepsrie 48-96 yacos
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Ha0A104a4ach TpaH3UTOPHas 0a30(pIAOIIEH IS C TIKOM
cexpenuu IL-4 1 mocaeAyIomuM BOCCTaHOBAEHMEM,
9TO MOXKET CBIAETeAbCTBOBATh 00 ydacTum 6a3oPpuaos
B ITepeKAI09eHny Makpo@daros 8 M2-geHoTHII; 04HaKO
AAHHBI MeXaHI3M yCTaHOBAeH IIPeMMYIIeCTBEHHO Ha
MBIIIVHBIX MOJeAsX. VInas KapTiHa HaOAI0AaeTcs Ipu
xponnyeckoit VIBC. Tax, F. Pizzolo et al. (2021) B pamkax
Verona Heart Study nokasaamn, 4To cTabnabHO HOBBI-
IIIeHHBII1 ypoBeHb 6a30(1A0B ABAACT HE3aBYICUMBIM
IIpeAMKTOPOM OOIIell I cepAedHO-COCYAUCTON CMepT-
HOCTM TIOC/€ TIOIIPaBKM Ha TpajUILIMOHHBIe PaKTOPHI
pucka n BuCPD, a Taxoke yposeHb 0azodua0B Koppe-
AVPpOBa/ C IPOKOary AsHTHOM akTuBHOCTHIO II dpakTopa
I11a3MBl, IIpMYeM cpeAM APYTIMX TUIIOB IPaHyAOIITOB
aHa/O0TMYHBIX 3aKOHOMEpPHOCTell BBIABAEHO He OBLAO
[87]. Takum ob6pazom, 6a30PUABI BHIIIOAHSIIOT ABOI-
CTBEHHYIO poAab — pu octpoM VIM nx Mmobuansamus
IpeAII0A0KUTeAbHO HOCUT IIPOTEKTUBHLIN XapaKTep
yepes IL-4/IL-13 nu M2-noaspusanuio Makpodgaros,
TOTrAa Kak mpu xponudeckoii VIBC nosrieHHEI ypo-
BeHb 0a30(IA0B acCONUIPOBaH C TPOMOOTUYECKIM
pUCKOM.

Hapsiay ¢ aerpanyasiiyeit TydHble KA@TKY CIIOCO0-
HBl K (POPMUPOBAaHUIO BHEKAETOYHBIX AOBYIIEK (OT
anra. «mast cell extracellular traps», MCETs)pu no-
MOIIIV MeXaHI3MOB, CXOAHBIX HETO30M HEMTPO(ILA0B.
Hanpumep, K. P. Pertiwi et al. (2019) ssistBuan MCETs
BO BCeX TPOMOMPOBaHHbIX OAsI1IKaX KOPOHaPHBIX apTe-
Uit 1 Ha BCex CTaAMAX 9BOAI0IUY TpoMOa [88]. boaee
toro, koandectseHHO MCETs ycryraan NETs 1 makpo-
¢araasupim aosymkam (METs, ot anra. «macrophage
extracellular traps»), 0AHaKO MX IIOCTOSIHHOE ITPUCYT-
CTBIe CBUAETeAbCTBYeT O BKAaje TYYHbIX KAeTOK B Xpo-
MaTMH-3aBUCHMBbIe MeXaHI3MBbI TPOMOOOOpa3oBaHAsL.

D03MHOPIUABI ¥ X POAb B TKAHEBOM
peMoaeanpoBaHum u GpuOpo3e MMOKapaa

D03MHOPUAB — TPaHyAOLNUTH KOCTHOMO3IOBOTO
HpOUCXOXAeHNs, AuddepeHIIPOBKa U BBIKMBae-
MOCTb KOTOpbIX ompegeadrorcs IL-5, IL-3 u rpany-
AOLIUTapHO-MaKpodaraabHbIM KOJAOHUECTUMYAUPY-
romuM PpaxropoMm (GM-CSF, or anra. «granulocyte-
macrophage colony-stimulating factor»), a Murparus
B TKaH!U OIIOCpeAOBaHa XeMOKMHAaMM CeMeJICTBa DO-
takcuHOB [89]. Crieriuduaeckie rpaHy sl 903MHOPU-
/0B COAep>KaT KaTMOHHBIe OeAKM (I1aBHBIV OCHOBHOTI
0eZ0K, D03MHOQWABHBIN KaTMOHHBI O€J0K, DO3MU-
HOQUABHYIO IIEpOKCUAA3Y, DO3MHO(PUABHBIN HEepo-
TOKCHH), a TaK’XKe HEKOTOpble IIUTOKIHBI I POCTOBBIE
JaxTopsl, AOCTYIIHbIE 4151 HEMeAAEHHOTO BEICBOOOK A€e-
Hus1. [TomuMo kaaccraeckoit ¢ peKTopHOI PyHKITUM
B aHTHUIIapa3UTapHOI 3aIlUTe, B03UMHOPUABI CITOCOOHBI
MOAYAMPOBaTh aJallTUBHBIN UMMYHHBIVI OTBET, PeTy-
AMPOBaTh IMOAIPU3aLUNIO MaKpogaros, NOAAEPKU-
BaThb TOMEOCTa3 TKaHell ¥ y4acTBOBaThb B ITpOIieccax
penapauuu u peMmogeauposanus [89]. B koHTekcre
UIIIEMIYECKOTO IIOBpPeXAEHUsI MMOKapAa MMEHHO

perapaTuBHBIe ¥ MMMYHOMOAYAMPYIOIINEe CBOJICTBA
903MHO(UAOB IIPNBAEKAIOT HanOOAbIlIee BHIMaHIe.

Ha ocHose aHaAM3a KPYITHBIX IOy ASIIMOHHBIX KO-
ropT OBLA0O yCTAaHOBAEHO, YTO HO3VMHOIIEHMNS aCCOLUN-
poBaHa C IIOBBLIIIEHHBIM PUCKOM HeDAarompusTHBIX
CepAedHO-COCyAUCTBIX coObITHiI ocae VIM [90]. ITpnu
MMunST Hab4104a10Ch CHIKEHNE YricAa D03MHO(IAOB
B niepugeprdecKoii KpOBU ¢ OAHOBPEMEHHOI VX aKTH-
BaIliell ¥ MuUrpalueri B 30Hy uHdapkra, a AepuUumt
903MHOPUAOB aCCOLMMPOBAACS C ocaabAeHneM IIpo-
TUBOBOCIIAAUTEABHO ITOASpU3alii MaKpodaros, ycu-
AeH1eM BOCIIaAuTeAbHO peakliy, yBeArdeHyieM pas-
Mepa pyOlia u yxyaieHneM QyHKIIMM Muokapaa [91].
ITporsocTiyeckyo 1eHHOCTh HO3MHOIIEHNN TI0ATBep-
auan L. Guo et al. (2024) B MHOIOIIEHTPOBOM KOTOPT-
HOM JCCAeAOBaHUM — Y mariueHTos ¢ VIMnST auskmit
YPOBEHb BO3MHO]ILAOB ABAAACT HE3ABYICUMBIM IIPe K-
TOpOM 5-AeTHel1 oO1lelt cmepTHOCTU 1 YacToThl MACE
[92]. D1Tn pesyapTaThl COrAacyIoTCs C MCCAeAOBaHNEM
K. Lin et al. (2025) Ha BBIOOpKe MALIMIEHTOB C OCTPBHIM
nH$apKTOM MIOKapAa, B KOTOpOM OBbLA0 YCTaHOBAEHO,
4YTO DO3MHOIEHNS IPU MOCTYIIAHNM aCCOLMIPYeTCsT
c OoJee TsKeABIM TeyeHMeM 3a00AeBaHMsl U CHVKeH-
Hont OB /K, a annammyeckas olleHKa IPeBOCXOAUT
O/HOKpaTHOe oIlpejeeHie: coueTaHe HI3KOTO YPOB-
Hsl 503MHO(UAOB IIPU ITOCTYILA€HUN U IIPY BBIIIVCKE
yBeAndnsaao puck 30-AHeBHOI 0O11Ielt 1 KapA1aAbHOM
CMEePTHOCTH, TOT4a KaK pOCT ¥IX YPOBH:I aCCOLIMIPOBAACS
¢ 602ee 61aronpUATHHIM ITPOTHO30M [93].

Poap »03uHOPUAOB TpU CEPAEUHO-COCYAVCTBIX
3a00/1€eBaHMAX He SIBASeTCs OJHO3HAYHO IIPOTeKTIB-
Ho1l. Tak, KaTnoHHbIT 6ea0K vo3uHOPMA0B (ECP, ot
aHra. «eosinophil cationic protein») u ®03uHOPMAD-
Hb1i1 HelipoTokcuH (EDN, ot anra. «eosinophil-derived
neurotoxin») cBs3bIBAIOTC € pelienTopamu BMPR-1A
(ot aHra. «bone morphogenetic protein receptor») u
BMPR-1B Ha raagKOMBIIIIEYHBIX KAeTKax COCyA0B 4e-
/10B€Ka, BBI3bIBAs VX aIIOIITO3 VM KaAblipuKanmio [94].
ITpumeuaTteasno, uro IL-4 n IL-13, npoaynupyembie
»03nHOpUAaMH, YKasaHHBIMU dPdexkramMmu He 0Oaa-
AaAV, 9TO CBUAETEABCTBYET 0 AridpPepeHIIpOBaHHOM
AeVICTBUM OTAEABHBIX MeAVIaTOPOB DO3MHOPIAO0B. DO-
3HO(MABI TaKXKe CITOCOOHBI K POPMMPOBAHUIO BHe-
KAETOYHBIX A0BYIIIEK (OT aHr. «eosinophil extracellular
traps», EETs), koTopsle OblAM OOHapy>KeHBI BO BCex
TPOMOMPOBAHHLIX OAsIIKaX M Ha BCeX CTaJMsIX DBO-
Aoy TpoM0Oa, a B MUHMMAaABHBIX KOAMYeCTBaX — U
B MHTaKTHBIX OasAmKax [88]. [Tpuaem EETs koamgecr-
senHoO ycrynaau NETs u METs, oagnaxo nx npucyTcrsue
IIOATBep K4aeT YHIBepcaAbHOCTh MeXaHI3Ma BriOpoca
XPpOMaTHHOBLIX A0BYIIIEeK, peaan3yeMOoro BceMy THUIIa-
MM TPaHyAOLMTOB IIpM KOPOHAPHOM aTepoTpoMOo3e.

Poasn ecrectBeHHBIX Knaaepos (NK-kaeTok) B
IaToreHese KOpOHapHOI NaTOAOTUN

Ecrecrsennnie kmaaepnr (NK-xaeTtkwu, or aHra.
«natural killer cells») — anm¢ounTs Bpo>XKAeHHOTO
MMMYHHTeTa, cocTaBAsiomnue 5-15% anM¢ponnTos me-
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The role of innate immunity effectors in the pathogenesis of acute coronary
syndrome, chronic coronary syndrome and post-infarction cardiac fibrosis.

pudepnueckor kposu [95]. NK-kaeTku criocobHs! pac-
IIO3HaBaTh ¥ YHUYTOXATh BUPYC-MH(PUIIMPOBaHHEIE,
OIlyXO/eBble M MHbIe KAeTKM Oe3 IpeaBapuUTeAbHOI
aHTHUTeH-crienpIIecKoii CeHCOMAN3aLINY; IIOMUMO
LIMTOTOKCUYHOCTY, OHM BBIIIOAHSIOT PeryAsSTOPHYIO
(YHKIIMIO, MOAYAUPYS OTBETH A€HAPUTHBIX KAETOK,
Makpodaros u T-aumdornros [95]. PyHKIIMOHAABHAS
cnenmaansanns NK-kaeTok omnpegeasercs nAoTHO-
c1p10 BKcrpeccuu CD56 — MUHOpHas CyOIOIy AN
CD56bright (Menee 10% mmpxyanpyiomux NK-kae-
TOK) IIpOAyLMpyeT IIPOBOCHAaANTeAbHBIe LIMTOKIHBI
(IFN-y, TNF-a n GM-CSF), Toraa Kak 4OMUHUPYIO-
mas CD56dim cyononyasus (6oaee 90%) skcrpec-
cupyer mnepdopus, rparsumel u perenrtop CD16
(FcyRIlIla), obecrreunBast IIUTOTOKCUYHOCTD, BKAIOYAS
aHTUTEA03aBUCUMYIO KATOYHYIO IIMTOTOKCUYHOCTD
(ADCC, ot anra. «antibody-dependent cell-mediated
cytotoxicity»).

PesyabTaThl MOCAAHMX ABYX A@CATIAETIUI CBUAE-
TeABCTBYIOT O BEIPa’KeHHBIX KOAMYECTBEHHBIX 1 PYHK-
LIMOHAABHBIX M3MeHeHMAX NK-K1eToK mpu pasAnaHbIX
¢popmax MIBC. Tax, L. Jonasson et al. (2005) ormeTnan
AOCTOBepHOe cHYDKeHe abcoaioTHoro uncaa CD56dim
NK-K2€TOK 11 MX IUTOTOKCUYECKON aKTUBHOCTH €X Vivo
kak npu OKC, Tak u npu cTabuABHOM CTeHOKapAUL;
XOTs BBIsBAEHHOE CHIDKEHIEe He KOppeAupoBalo C
Mapkepamu socriazenust (suCPb, IL-6) u metaboan-
yecKMMM IToKaszaTeassmu [96]. Ilepcuctupyrommii Xa-
pakrep atoro gepurura NK-kaerok moarsepanan K.
Backteman et al. (2014) B npocriekTiBHOM 12-Mecs/aHOM
Ha0AIOA€HNY, KOTAa II0Ka3aAm, 9YT0 (PeHOTUITIIeCcKe
Mapkepsr NK-kaetok (NKG2D (ot anra. «natural killer
group 2 member D»), NKG2A, CD57, CD69, HLA-DR,
CD94) He pazaAnyaanch MeXXAy MaljeHTaMu 1 KOHTP-
0./1eM, 4TO CBIAeTeAbCTBYeT CKOopee O Ilepepaciipejee-
HIM KAETOK B TKaHU MAM YCUAEHUM aIloIITO3a, a He 00
nsmeHennu ¢enorura [97]. CoxpaHeHue CHUXXEHHOI
yncaeHHocTy NK-kaetok 3a 12 Mecsanes koppeanpo-
Ba/0 C KOMIIOHEHTaMy MeTab0AMYeCcKOro CMHAPOMa I
MapKepaMl MepCUCTUPYIOIIeTO HU3KOMHTEHCHBHOTO
BOCITaAeHM.

ITpu XKC Ob11a cHM>KeHa He TOABKO YMCA€HHOCTD
CD56dim NK-kaeTok, HO U yAeabHass HUTOTOKCUY-
HOCTb B pacdyeTe Ha OJHY KAETKY, IIpUYeM, IoCAe AHsA
00paTHO KoppeAanpoBasla ¢ ypOBHEM CHIBOPOTOYHOIO
HeoIlTepMHa — MapKepa aKTMBall/i MOHOLIMTapHO-
MakpodaraabpHOro 3seHa [98]. BO3MOXKHBIM MeXaHM3-
MOM (YHKIIMOHAABHOM HecocToATeabHOCTN NK-Kae-
TOK sIBAsI€TCsI HapyIlleHye IMTOKMHOBOM II0AAePKKI,
Kak 970 npeamnoaoxuan X. Guo et al. (2024), korza
OOHapy>XIAM 3HauMTeAbHOe CHIDKeHMe IIpoandepa-
tyBHOrO otBeTa NK-KkaeTok Ha crumy asmmio IL-15 n IL-
2, gyTo nnoarsepxAaet Aucpynkiuio IL-15-3aBucumoro
nytu romeocrasza NK-kaetox mpu MIBC [99].

B cBoio ouepeas, D. L. Vredevoe et al. (2004) orme-
TUAM, YTO y HanueHToB ¢ TsoKeaoit XCH cHymbxenne
unUTOoTOKCH4IecKol akTuBHOCTH NK-KAeTok 6b110 TecHO
CBsI3aHO C ITOBBLIIIEHHOM IpoayKuyen IL-6 1 TsKecThIo
3a004eBaHIs, YTO CBUAETeAbCTBYeT O CUICTeMHBIX Hapy-

IIeHNSIX B Pery Ay UMMYHHOJ CICTeMBI, 3aTparusa-
1om1eit 93¢ PpeKTOpHOe 3BeHO BPOXKAEHHOTO IMMYHMTETa
[100]. AanHOE MCCcaea0BaHME OCTAETCSI OAHOM U3 HEM-
HOIMX PaOoT, OIleHMBIIIX B3anMOocB:13b NK-kaeTouHoit
AnCPYHKIIUM U ITPOBOCIIAANTEABHOTO IIUTOKIHOBOTO
npodmnas npu XCH; BocmponsseseHne pe3yabTaToB
C IpUMeHeHIeM COBpeMeHHBIX MeTO40B (MHOroIla-
paMeTpoBas rpoTodHas nutoMerpus, sSCRNA-seq, or
aHra. «single-cell RNA sequencing») 40 HacTosIIero
BpeMeHU He IIPOBeAeHO.

Annamuky NK-kaetok ripu octpom VIM aetaabHO
oxapakrepusosaan A. C. Ortega-Rodriguez et al. (2020)
B IIPOCIEKTMBHOM MCCA€AOBaHUM C TPeXMeCTUHBIM
Haba104enneM [101]. Tak, B ocrpoit ¢paze oTMedas10Ch
CHIVKeHMe DKCIIPecCcul aKTUBUPYIOIINX pellelITOpOB
NKG2D n NKp46 c 0AHOBpeMeHHBIM IOBHIIIIEHNEM
unrnbupyiomiero perenrtopa NKG2A; aerpanyas-
unsa (CD107a) u mpoaykuus IFN-y 6p1a1 mogaBaeHb
C YaCTMYHBIM BOCCTAHOBAEHMEM AMIID K 3-My MeCsIly.
Bmecre ¢ rem npoaykns IL-10 NK-kaeTkaMu HOBBI-
II1aAack, YTO CBUAETEALCTBOBAAO O CABUIE B CTOPOHY
MMMYHOPETyASATOPHOTO (PEHOTHUIIa; IIOBBIIIIEHHBIE
yposunu IL-10-ipoaynupyromux NK-kaeTok B octpoit
(dase koppeanposaau ¢ 60a1ee ITOAHBIM BOCCTAaHOBAE-
HyeM QYHKIIUU A€BOro Keaygouka [101]. Mexannam
caypkennst okcrrpeccryt NKG2D yrounnan S. Haohan
et al. (2020), o6Hapy>KMB 3HAUMMOE IIOBBIIIIEHE KOH-
LIeHTpal MM MUKPOYACTUL], HeCyIInX CTpecc-MHAyIIH-
posanHble anrangsl MICA/B (ot anra. «MHC class 1
chain-related protein A/B»), B 111a3Me IHaIueHTOB C
octpsiM VIM [102]. boaee Toro, yposens MICA/B-11o-
3UTHMBHBIX MUKPOYACTHI] KOPpeAnpoBaa c MapKepaMu
nospexaeHns Mmuokapda (tpornonus T, MB-KOK, N'T-
proBNP, ot anra. «N-terminal pro-B-type natriuretic
peptide»), uTo osBOAsIET IpeArIOAaraTh AMTaHA-OIIOC-
peaosaHHyI0 nHTepHaAnsanuio NKG2D xak npuanny
CHVKeHMIS IUTOTOKcHdecKol akTusHocTy NK-KkaeTok
npu ocrpom VIM.

Ecan B cucremuom kposotoke npu VBC nHabaro-
Aaercs gepunnt NK-kaeTok, To HerlocpeACTBEHHO B
aTepOCKAepOTUIeCKUX OASIIKaX KapTHHa IIPOTUBOIIO-
aoxHast. 1. Bonaccorsi et al. (2019) BriepBble oxapak-
Tepusosaay NK-kaeTkn B KapOTUAHBIX DHAAPTEPOK-
TOMIIX, TAe OHU cocTaBAsiau 1-5% ot ammdonasoro
nHpuasTpara [103]. boaee Toro, cumrToMHbIe 6ASIITIKI
cogep:kaan 3HaunMo 0o4abire NK-KaeTox ¢ IToBbIIIeH-
HBIM cooTHoIleHneM CD56bright/CD56dim, a B orBeT
Ha CTUMYASIIUIO X ViVO BTU KAeTKM IIPOoAyLMpoBa-
AU TIOBBIIIEeHHOe KoamdecTBo IFN-y, mpu sTOM ®KC-
Ipeccusl MapKepos TKaHeBol pesugeHTHocTH (CD103,
CD69, CD49a) cBugeTeabcTBOBala 00 UX AAUTEABHOM
npeOsiBanny B TKaHy [103]. ITpoaTeporeHHsIit TOTeH-
mmaa IFN-y (ocnosnoro nurokmna CD56bright NK-
KAE€TOK) B HacTosIIIlee BpeMs XOPOIIIO OXapaKTepu3o0-
BaH, TaK KaK STOT I[UTOKMH aKTUBMpyeT MaKpodaru
o M1-tumny, yenansaet skcrpeccuio MHC (ot aHra.
«major histocompatibility complex») II Ha raasgko-
MBIIIIeYHBIX KJAeTKax, II0AaBAseT CUHTe3 KoAAareHa U
TMOBBIIIaeT DKCIIPeCCUIO MaTPUKCHBIX MeTaAA0IIpoTe-

HOBBIE CAHKT-TIETEPBYPI'CKIE
BPAYEBHBIE BEAOMOCTI

Ne 1 [105 | 2026 | 19-43

NEW ST.PETERSBURG 33
MEDICAL RECORDS



Poas 9dPexTopoB BpOXKAEHHOTO UMMYHNTETA B IIaTOT€HEe3e OCTPOro KOPOHaPHOTO
CUHAPOMaA, XPOHMIECKOTO KOPOHAPHOTO CUHAPOMA U MOCTUHPAaPKTHOTO Kapauodudposa

OB3OPHI AMITEPATYPHI
LITERATURE REVIEWS

MHa3, ClIOCOOCTBYs MCTOHIEHNIO GUOPO3HOI KaIrICy bl
[104]. B coctase HecTabnAbHEIX Oas111eK IFN-Y 0OHapy-
>KMBaACS B TeX Xe 30HaX, uTo 1 CD56-11o3uTUBHEIMU
KJAeTKaMI B IAedeBbIX 30Hax [103]. B npoaoakenne
»rToi1 pabote! I. Bonaccorsi et al. (2015) nepenecan Ha-
04104€H1s Ha KOPOHapHOe pycAO U IOKa3aAu, 94To y
IaleHToB, 00CAeAOBaHHbIX METOA0M BHYTPMCOCY A1~
CTOTO YABTPa3BYKOBOTIO JCCAeAOBaHMNs C BUPTYaAbHOM
rucroaorueit (BCY3I-BT'), yposeHs ITUPKyAUPYIOIITUX
CD56bright NK-k1€TOK IT0A0XXUTEABHO KOPPeAUpO-
BaA c 00LeMOM aTepOMBl, CoJep>KaHueM HeKpoTuye-
CKOTO U KaAbIM(UIIMPOBaHHOTO KOMIIOHEHTOB, HO
HaX0AMACS B OOPATHOM 3aBUCUMOCTH OT GUOPO3HO-
ro KOMIIOHeHTa. Acconmanuy ObLAM CrenyIIHbI
aas CD56bright n orcyrcrsoBaan aas CD56dim, uro
roasoasier paccMatpusath CD56bright NK-kaerku B
KayecTBe BO3MOXKHBIX HeMHBa3MBHBEIX OMOMapKepoB
HeCcTaOMABHOCTY KOPOHapHbIX Oasmrex [105].

Taknm 0Opa3om, crcTeMHBIN AePUITUT IUTOTOKCHU-
geckux CD56dim NK-kaetrok npu MIBC coueraetcst ¢
A0KaAbHBIM HakoraeHreM CD56bright cybriory asivm
B HeCTaOMABHBIX OAsIIKax, rde mocpeacrsoM IFN-y
OHM YCHAMBAIOT IIPOBOCHAAMTEABHYIO aKTMBaLIVIO
Makpodaros 1 AecTabMAM3anNIO aTepOCKAepOTIde-
ckoit Oaamky. Onucannsie naMenenus NK-kaerou-
HOTO 3B€Ha BIIMCHIBAIOTCS B OOIIYIO KApTUHY yJacTIs
KAETOK BpO>KAE€HHOTO MMMYyHMTeTa B rtaTtoreHese VIbC,
AOTIOAH:S AaHHBIe 00 MH}p1aMMacOMHOI aKTUBALIVIH,
MOHOIIMTapPHOM PeKPYyTUPOBaHUM 1 HeNTPOPUABHOM
HeTo3e. VIHTerpaumsl JaHHBIX IIO BCeM KJETOYHBIM
MOy ASLIMAM I103B0AsIeT cpOPMUPOBATH 11€A0CTHOE
npejcTaBJeHue OO0 y4dacTUM Pa3AMYHBIX KAETOK I
MpOAYLIMPYEMBIX MM MOJA€KY/A Ha pa3HBIX DTarax
naroAaorugeckoro nponecca npu VBC, uto spasercs
IIpeAMeTOM I10CAeAYIOIIero O0Cy K AeHNsL.

O6cyxaeHnne

ITpoBesenHbIN aHAANU3 AUTEPATYPEI IIO3BOASIET 3a-
KAIOUNTD, YTO BOCIIaJeHMe SIBASIETCS He COIyTCTBYIO-
1M (peHOMEHOM, a IIEHTPaAbHBIM I1aTOT€HETNIECKIIM
3seHoM VIBC Ha Bcex ee sTanax — oT GOpMUPOBAHUS
OASIIKN A0 AeKOMIIEHCAIlNY CepAEeYHON He40CTaTOu-
HOCTHU ¥ IOCTUMH(}apKTHOrO pemMoseanposanms. Vc-
caeaoanmst CANTOS, COLCOT u LoDoCo2 oxonua-
TEABHO ITOATBEPANAN KOHIIEMITNIO OCTaTOYHOTO BOC-
[MaAUTeABHOTO PUCKa, KOT4a Aa>Ke IIPpY OITUMaAbHO
AUTIUACHUIKAIOIIEN Tepalny IepCUCTUPYIOIee CIUC-
TEMHO€ BOCIIa/J€HI€e OCTAeTCsI HE3aBUCUMBIM IIPeAUK-
TOPOM CepAEYHO-COCYAUCTHIX cOOBITMIL. [TpuHIIMIIIN-
aABHO Ba’KHO, YTO IIPOTVMBOBOCIIAAUTEAbHAS TePATIVS
KO/XMIIMHOM IIPOJEMOHCTPYPOBaia A0CTOBEPHOE I10-
JaBAeHle MapKePOB BOCITaAeHIsI BO BCeX IIPOBEAEHHBIX
UccAeJ0BaHMUSX, BKAIOYAsI KPyIIHeliIee 1ccAe AOBaHe
npu octpom VIM — CLEAR SYNERGY, uto noaTsep-
>KAaeT CIIOCOOHOCTh KOAXUIIHA MOAYAUPOBATDh VH-
¢2amMMacoMHBIN Kackaj, Ha KAMHUYECKOM YPOBHE.

KaioueBbiM HabA10A€HMEM HACTOSIIIIETO 0030pa sIB-
A5I€TCSI BBISIBAEHME MHOXKECTBEHHBIX TOUEK MEKKAETOU-

HOTO B3alIMOAeNCTBIs, POPMUPYIOMINX MMMYHHBIN
OTBeT IIpM KOpOHapHOI naToaorun. Viadgaammacom-
Hb1 Kackag «NLRP3 — xacnaza-1 — IL-1f u IL-18»
UTpaeT LIeHTPaAbHYIO poAb B 9TOM ceTH, Tak Kak IL-13
CTUMYAUPYET DKCIIPEeCCUIO MOAEKYA aATe3UU U XeMO-
aTTpakTaHTOB (IL-8, MCP-1) Ha sHAOTeAUM, OOecTIeun-
Basl IIpMBAedYeHlie MOHOIIUTOB U HEMTPO(DIAOB B 30HY
HoBpeXAeHns, Torga Kak IL-18 ycuansaet mpoAyKumio
IFN-y NK-kaerkamu u Maxpodaramu, CriocoOCTBy:sI
MoAsIpU3alUM IOCAeAHNUX B cTOpoHy M1.

Ocobyio poap urpaer och «uMHpAamMMacoMa —
HeliTpodmua — Tpomb03». IL-13 u IL-18 saBasiorcs
MOIIHBIMM aKTUBaTOpaMl HeNUTPO(UAOB, BHI3BIBAS
ux Aerpanyasanuio u ¢popmuposanne NETs, kotopsie
IpeAOCTaBASAIOT PU3UMIECKUIT KapKac 445 TpoMboo-
OpasoBaHILs ¥ OAHOBPEMEeHHO aKTUBMPYIOT TKaHeBOI!
axrop, samyckas BHeIIHMII ITyTh Koaryaanyu. Cos-
MecTHas1 A0Kaansanns NETs 1 «I1poMesXyTOUHBIX MO-
HOIIUTOB» B KOPOHaPHBIX TPOMOaX CBIAETeAbCTBYET O
IPsIMOM B3alIMOAENICTBUM DTUX MHOMyASLIMI B IPO-
Ilecce aTepoTpoM003a, a KoppeAsuns HUPKyAUPYIO-
mux NETs-acconmmpoBaHHBIX MapKepOB C TAXKeCThIO
KOPOHApHOTO aTepocKAepo3a AOMOAHUTEABHO II0A-
TBepkAaeT poab NETs kak cBsA3yIolIero speHa MexxaAy
BOCITadeHyeM ¥ TpOMOO30M.

Anaz0rMyHbIe B3aIMOAENICTBI S IPOCAeKMBAIOTCS
MeXAy TYYHBIMU KAeTKaMI U MakpodaraMmn, Tak Kak
XMMa3a aKTUBMPYeT MaTPUKCHBIE MeTaAA0IIpOTeNHa-
3bl, paspymaroliye GpUOPO3HYIO Karlcyay, TOrAa Kak
rucramuH 1 TNF-a yenansaior M1-nioaspusanmio Ma-
Kpodaros. Tpansuropnas 6azopusonenns npu VIM-
nST MosxeT oTpakaTh MUrpanuio 6asodpuios B 30Hy
MIOBPeKAeHNs1, OAHAKO poAb Oazodpuabubix [L-4/IL-13
B popmuposanuu M2 makpodaros mpu VIM y yesose-
Ka oCTaeTcs IIpeAMeTOM JaAbHeMIINX MCCAe0BaHMIA.
Dosunonenns npu OKC, acconnmposaHHas ¢ ocaa-
6aennemM M2-noaspusaniuy 1 yxXyAlleHyeM IIPOTHO3a,
AOTIOAHsAET 9Ty KapTUHY, CBIAETEABCTBY: O TOM, UTO
AedUIINT TPOTEKTUBHBIX IPaHyAOLUTAPHBIX IOy AsI-
LIMI CTOAB >Ke 3HauMM, KaK 1 130bITOYHas IIpOBOCIIa-
anteabHas aktusanys. NK-kaeTkn, B cBOIO odepeas,
nocpeacrsoM IFN-y mogaep>kusaior mpoBocraAnTeAb-
HYIO TIeTAI0, cTuMyAupys skcapeccuio NLRP3 u no-
aapusanuio M1 makpodaros B aTepOCKA€pOTUYECKIX
OAasIIKaX.

Oanako pe3yAbTaThl MHTePBEHIIMOHHBIX 1ICCAeA0Ba-
HII cAedyeT MHTePIIPeTHPOBaTh C OCTOPOKHOCTEIO. Te-
parst kaHakuHyMaboMm B rccaegosannu CANTOS, xots
11 HeOOBIIINM, HO BCe >Ke JOCTOBepHBIM 00pa3oM Oblaa
CompsKeHa C ITOBHIIIIEHNeM YacTOTH (paTaAbHBIX MH-
Pexinit (0,31 vs 0,18 ra 100 rmaryeHTo-A€T) IIpU OTCYT-
CTBUM JOCTOBEPHOIO BAVHIS Ha OOITYIO CMEPTHOCTD.
B kpymrerimem nccaegosanuyt CLEAR SYNERGY koz-
XMIIVH, Ha3Ha4aeMbll1 B mepsble 72 yaca nocae UKB o
rosoAy octporo VIM, He BBI3bIBAA CHIKEHNS YaCTOTLI
MACE npu MeaunaHe HabA104eH1: 3 TOAa, HECMOTPsI Ha
aocrosepHoe cHypkeHne yposHsa CPb. MuTeprperanus
9TOTO pe3ybTaTa TpeOyeT B3BeIlIeHHOTO I104X04a, TaK
KaK OO/BIIIMHCTBO ITal[1eHTOB ObLAY BKAIOUEeHBI B Jccae-
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The role of innate immunity effectors in the pathogenesis of acute coronary
syndrome, chronic coronary syndrome and post-infarction cardiac fibrosis.

Aosanue B rtepnod rnasgemun COVID-19 nan nocze Hee,
9TO MOI/O IOBAMATH Ha COOAI0AeHIe IIPOTOKOA0B Aeye-
HI1S1, TIOZHOTY HabAIOAEHS M perucTpanyio HedpaTaab-
HBIX CePAEYHO-COCYAMCTBLIX coObITHI. ITprmedareanHo,
9TO coOTHOIIeHNe HedpaTaabHbIX VIM 1 obrreit cmept-
Hocty B CLEAR SYNERGY 0b110 06paTHBIM IO CpaBHe-
HIIO C aHAAOTMYHBIM JOTaHAeMUITHBIM JICCAeA0BaHIeM
COMPLETE To11 >Ke IpyIIIbL, YTO KOCBEHHO YKa3hIBaeT
Ha BO3MO>XKHYIO Hegoperucrpanyio VIM. B nezasnucumom
anaamse J.-C. Tardif u S. Kouz (2024) oGparman sHMMa-
HIe Ha TO, YTO B AOIaHAeMMITHON (pase Mccae OBaHN
Ha0104240Ch CHI>KeHMe YaCTOTHI ITePBIYHON KOHEYHOI!
Touky Ha 22%, conocrasumoe ¢ pesyasratamu COLCOT
n LoDoCo2, Toraa Kax B TaHAeMUITHYIO a3y AaHHBIN D-
¢pexr HUBeAMPpOBacs [30]. XOTsI aBTOpBI OPUTMHAABHOIO
MccAe]0BaHNsA YKa3hIBAIOT Ha CTaOMABHO HelTpaAbHbIiA
pesyAbTaT IIpM BCeX BapMaHTaX CyDaHaAM3a, BKAIOYasd
MaryeHTos, HabpaHHBIX 40 HaHaemyn COVID-19, uto,
IO MX 3aKAIOYEHNIO, He TI03B0.AsIeT OO bACHUTD HelTpaab-
HBIJ pe3yAbTaT UCKAIOUUTEABHO BAMSHIEM IaHAeMUN.
JonoaHnTe AbHBIM (PaKTOPOM SABASETCS TO, YTO YPOBEHb
B4CPb Ha pone reparm B CLEAR SYNERGY ocrasazcs
cymectseHHO Boire, yeM B COLCOT u LoDoCo2, Toraa
kak gaHHble CANTOS cBIAETEABCTBYIOT O CHIDKEHUN
9aCTOThI CePAEYHO-COCY AVICTBIX COOBITHI AUIITD IIPU A0-
CTVKEHIH 11e41€BOI0 YPOBH:I II0AaBAeHIsI BOCIIaAeHIAs.

Takum obpasom, HelTpaasHbli pesyastar CLEAR
SYNERGY He orrposepraeT IIpOTHMBOBOCIIAAUTEABHYIO TT-
TIOTe3y, a CKopee IToAYepKIBaeT KPUTIYECKYIO 3HAYMIMOCTh
AoctyokernsT 9 QPeKTVMBHOTO OAABAHI BOCIIAAEHII U
HeoOXOAVIMOCT ydeTa BHeITHuX (pakTOpOB IIpU OILEeHKe
|Pe3yAbTaTOB KAVHIYECKVIX VICIIBITAHIA. DTN AaHHBIE YKa-
3BIBAIOT HA HEOOXOAVIMOCTB ONTMMAaABHOTO OadaHca MeK-
Ay TIOAaBAEHVIEM BOCIIAAEHVIS VI COXpaHEeHVeM MMMYHHOI
3aIIUTHI — OAHY 13 KAIOYEBbIX HEPEeIIIeHHBIX ITp00.AeM IIpo-
THMBOBOCTIAAVTEABHON KapAVIOAOTHIA.

Ha ocroBaHym rpoBe 4eHHOTO aHaAV13a AVTEpaTyphl CKAa-
AbIBaeTCs ITpeAcTaBAeHe O (asocrrerpirdeckoM yIacTii
Pa3ANYHBIX KAETOK ¥ IPOAYLIMPYEMBIX VIMI MeAaTOpPOB
B ratoordeckoM rpottecce rpu VIBC (ta0a. 4): xpoHirae-
CcKoe BocTtazeHyie B Ostike (M1-Makpodary, TydHbIe KAETKI,
CD56bright NK-kaerxi1) cmensiercst pasoit gecrabuavsar iy
u Tpombo3a (HeiiTpodras/NETs, TpoMesKyTouHbIe MOHO-
LIUTHI), 38 KOTOPO¥I CAeAyeT IOCTUH(APKTHOE PeMOJeAVPO-
Barne (M2-maxpodary, 6a3odriabL, 203MHOPILABL) U, IIPU
HeOAaronprsITHOM TedeHny, AekomrieHcarivst XCH (AIM2-
nadaammacoMa, Aegurmt NK-kaeTok, Xvmazosasrcumast
regeparyl aHrmoteHsysa II). Caeayer moadepkHyTS, 9TO
AOMIHIPOBaHI€e OIpeAeeHHBIX KAeTOUHBIX IOy I
Ha KaXKAOM BTaIrle HOCUT YCAOBHBIN XapaKTep, TIOCKOABKY
MHOIVIe KAETKM IPYUCYTCTBYIOT Ha HECKOABKIIX CTaAVIIX 3a-
Bo2eBaHyL1, MEHSI CBOVI (PYHKIMIOHAABHBIA IIPOQILAD.

Tabanuma 4

Poab xaeTok BPOXA€HHOIO MMMYHITETa IIpu UIIeMIYecKoii 00ae3Hn cepana n rnoTeHnaabHbIe

maToreHeTmdecKye MUIIEeHN
Table 4

The role of innate immune cells in coronary heart disease and potential pathogenetic targets

AOMI/IHI/IpyIOI[[I/Ie KAeTO4YHbIe
IIOILY ASIITIL

da3a 3a00aeBaHU

HOTeHIJ,'I/IaIIIszIe IIaTore-
HeTU4YeCKne MnieHm

KaioueBbie MeXaHM3MBI

Axrtusanmsa NLRP3
KpUCTallaMI XOAecTepuHa
u okucaenusiMu ATTHIT
[17, 16]; «TpeHMpOBaHHbIN

MoHo1nTs! (CD14++CD16+),

OastmKu ¥ TpOMOO3
TYYHBIE KAETKN

MOHOIIUTOB B KOPOHaPHEBIX
Tpombax [65]; cekperys
TNF-a 1 Xx1mMa3bl TY4JHBIMU
KAeTKaMM C Jerpajaliuert
PpubposHoit Karicy st [77]

MMMYHITED Koaxyuuyu (COLCOT

(PrureneTuvecKoe LEI’{]’T;}(;ZESTOL% [C7é)£22
Xporraeckoe M1-maxpodary, TydHbIe KAETKI PeIpOrpaMmtpoBarine (0a0Kaga peKpyTUPOBAHIS
BOCIIaAeHIie B P sy ! H3K4me3) [39, 41]; A perpyTp

CD56bright NK-kaeTkn IIPOBOCIIAAUTEABHBIX

OasIke npoaykuust IFN-y CD- maxpodaros) [38];

56bright NK-kaeTkamu P g

¢ M1-tioaspusarueii VHTUOUTOPHI XMMa3hI

maxpodaros [105]; TYYHBIX KAETOK [76]

AeTpaHy SIS TyIHBIX

K/AETOK C BBICBOOOXKAeHMEM

nporeas [77]

®opmuposanne NETs ¢

aKTHUBaIMeyl TKAaHeBOIo Kanaxkunymab (CAN-

daxropa [61]; koontepaniust | TOS) [3]; AHKasza I
Jecrabuansams Heitrpoduasl, «mpomesxyrounsie» | NETs 1 «iipoMeskyTouHbIX» | (paspylleHne Kapkaca

NETs) [65]; uHruomTops
PAD4 [59]; 6a0kaga ocu
IL-6R — STAT3 — PAD4
(ASSAIL-MI) [26,71]
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MaccusHBI BEIOpOC
NETs; TpansutopHas
H6asoduaonenHn ¢
MUTpaLyen B 30Hy
nospexJeHus [86]; Amnaxknnpa (VCUART) [28];
Ocrpas dpaza UM Heittpodmab, Sasodmas, DO3VHOIIEHUSI C CepUITHBINT MOHUTOPVIHT
(0-7 cyTox) 203UHODIADI peKpyTUpOBaHVIEM DO3MHOPUAOB KaK
DO3MHO(PUIOB B ITPOTHOCTIYECKIIL
Mumokapz [106]; IL-4/ uHcrpymenr [106, 107]
IL-13-onocpeaosanHoe
ITepeKAIoueHe
Makpodaros B M2-
¢penoru [90]
M2-nioasipusanus u
a¢depormros [37]; VIHrmOmTOpHI XMMa3hI
XMMa303aBUICHMasT (6aokaga AIID-
IocturdapkrHoe | M2-Mmakpodarm, 6azodpuas, reHepalys aHTMOTeH3MHA | He3aBUCUMOTO IyTHU
peMoaeanpoBaHye | 503MHOQMUALI II Ty9HBIMM KA€TKaMM C reHepaly aHTMOTeH3/Ha
nHAyKIuen ¢uodposa [85]; 1I) [85]; moayastusa M1/
dpopmuposanne MCETs n | M2-6aaanca [37]
EETs [88]
Janancytpua
(ceAeKTUBHBIVI MHIIOUTOP
Axrtusanus AIM2 B NLRP3, ¢asza 1b) [108];
Makpodarax MIuoKkapAa aHakuHpa (REDHART)
AIM2-madaammacoma (CD68+ [20]; ayTokpuHHas [29]; TapreTHas 64a0kada
AexkomrieHcarst
XCH Makpodarn), Tyunsle kaeTku, NK- | mpoandepanms TyaHbIX AIM2-nadpa1aMMacoMBbl
KAeTKU (2ePpuLmT) kaetok (SCF-nieras) [76]; (mepcrieKTMBHAsI MUILIEHB)
AeduruT nuToTOKCHIecknXx | [20]; BoccTraHOBAEHNE
NK-kaetoxk [100] NK-kaeTounoro npoduas
(9KcrIepuMeHTaAbHOe
Hanpasaenue) [100]

[Mpumevanus: IM — ungapkr muoxapaa; IMnST — VIM c nogbemom cermenta ST; XCH — xponngeckast
cepaeuHas HegoctaTrouHocTs; NETs — HeliTrpoduapable BHeKAeTouHble A0BymKy; MCETs — BHeKaeTOYHBIE
AOBYIIKU Ty4HBIX KAeTOK; EETs — BHekaeTouHble 10BymKy 903nHOPUA0B; PAD4 — mentuanaapruHuHAen-
munasza 4; SCF — ¢akrop cTB040BbIX K2eTOK; AII® — aHrmoTeH3MHIPeBpaIaomnii (pepMeHT.

3akalodeHue

ITpoBeaenHbIT 0030p AUTEPATYPHI IIO3BOASIET CAE-
AaTh BBIBOA O TOM, YTO BKAaJ OTAEABHBIX KAETOYHBIX
HOITy AU BPOSKAEHHOIO UMMYHUTETA B I1aTOTEHE3
MBC Hocut asocrienvipraeckuit xapakrep, 4To 000-
CHOBBIBAaeT II€PCOHAAM3UPOBAHHBIN I104X0J, K IIPO-
TUBOBOCIIAAUTEABHOI Tepanuu. BeiOop muieHu u
Iperiapara 40/eH OIpeAeAsThCsl UHAVBUAYAABHO U
3aBUCeTh OT KOHKpeTHOI ¢a3bl 3a001€BaHM — OT I1O-
AasAeHus MHPAaMMacCOMHOTO Kackaja U HEeTo3a IIpu
OKC a0 mogyasuun M1/M2-6aaaHca 1 BOCCTaHOB.€e-
Hust NK-kaerounoro npoduas npu XCH. Borrpoc 06
a¢gPpexrnBHOCTU KOAXMIIMHA ITpy octpoM VIM ocra-
€TCsl OTKPBITHIM U TpeOyeT BepuduKanuu B IOCTIIaH-
AEeMUIHBIX UCCAeAOBaHVIX. JajbHelIIIee pa3sBUTHE
nposocnaauteAsHon tepanuu npu VBC npeanoaa-
raeT IpoBeAeHIe IPOCIIEKTUBHBIX VICCA€A0BaHUII CO
crparuduKaryen naeHToB Ha OCHOBAaHNY MHAVIBU-
AYyaAbHOTO MMMYHHOTO IIPOIASL.

OrpannueHnst 0030pa

Hacrosmuit 0630p umeer ps/ orpanndennii. Bo-
IIePBHIX, CTPOTOe MCKAIOUeHNe 1ccAej0BaHNI Ha K-
BOTHBIX MOJAEASIX MOXXeT HNPUBOAUTH K HEIIOAHOMY
OCBeIlleHNIO MeXaHM3MOB, KOTOpEIe II0Ka He 00cae0-
BaHBI Ha Ye/10BeuYeckOM MaTepuaJe (B 4aCTHOCTH, pOAb
6aso¢naos n 031HOPNA0B 11pu VIM). Bo-BTOpsIX, 110-
1cK OblA orpaHuyeH XypHaaamu Q1/Q2, uto mnckamo-
JaeT psJ MOTeHINAaAbHO 3HAaYMMBIX paboT 13 MeHee
PeVITUHTOBBIX M3JaHuUil. B-TpeTenx, psj KAeTOYHBIX
MO AU BPOXKA€HHOTO MMMYHITeTa (AeHAPUTHBIE
KAETKH, «<HeKaHOHMYECKIe» IOy AN ANMOIIUTOB,
AnMQonHbIe KAETKI BPOXKAeHHOTO IMMYHITETA) He
OBLAV BKAIOYEHBI B HACTOAIIIMI 0030 110 IIPUYMHE UX
IIpeMMYIIIeCTBEHHOM CBA3M C aJallTUBHBIM MMMYHHBIM
OTBETOM.

HoHAuKT HTEepecos

ABTOPI)I 3asiBUAY 00 OTCYTCTBUI KOH(I)/H/IKTa MHTEpPeCcoB.
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