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OCOBJ/IMBOCTI KIITMHHOI'O IMYHITETY B ITAIIIEHTIB 3 INEMIYHOIO
XBOPOBOIO CEPIIA, YCKTATJHEHY METABOJITYHUM CMHIPOMOM

Oco6NUBOCTI K/IITUHHOIO iIMYHITETY B NaLi€HTIB
3 iLweMi4HOO XBOPOGOIO cepus, yCKNagHeHy
MeTa6oMiYHUM CUHAPOMOM

M. M. WWypko, /1. €. Nanoseub, B. M. AkimoBa,
. B. bBawTa

JIbBiBCbKUL HayioHa/IbHUl MeduyHuUll yHiBepcumem
imeHi faHuna ranuybkozo

Pestlome. Y npeseHmosaHili cmammi HaBeoeHo 3MiHU
10Ka3HUKIB K/IIMUHHO20 iMyHImemy 8 nayieHmis 3 iwemiy-
HoK xBopoboro cepysi (IXC) ma npu ycknadHeHHi Memabo-
AiYHUM cuHopomom (MC). IXC e HalinowupeHiwor ¢hopmMoro
cepyesux 3axsoprosaHb. OCHOBHUM [1yCKOBUM MeXaHi3MOM
Y po3BUMKY cepyeBo-cyOUHHUX 3axsoprosaHb (CC3) € 3a-
nasibHi npoyecu ma memabo/iiyHuli CUHOPoOM, WO CyrpoBo-
OXYrombCs1 PO3BUMKOM iMyHOOEeiyUMHUX CMaHis.

MeTa gocnifiKeHHs — B8UBHUMU CMaH K/IIMUHHO20 iMy-
Himemy 8 nayieHmisg 3 iwemi4yHor XB0po6OoKo cepysi Ha msi
mMemab0o/1i4yH020 CUHOPOMY.

Martepianu i metoau. O6cmexeHo 120 nayieHmis i3
IXC, 3 Hux 60 oci6 3 IXC 6e3 MC — nepwa epyna (30 4o-
n1o8ikig, 30 XiHokK) i 60 nayieHmis 3 IXC Ha msi MC — dpyaa
epyna (29 4onosikis, 31 xiHka). CepedHil Bik nayieHmis —
(50+5) poky. KoHmposbHa epyrna — 30 rnpakmu4yHo 300po-
BUX OCI6 BIONOBIOHO20 BiKY ma cmami.

Pe3ynbratun. Y xgopux Ha IXC criocmepieasocb 3HU-
JKEHHS1 abco/momHoil  Kinilbkocmi  T-siMmgpoyumis  (CD3),
cy6nonynayii T-xennepis (CD4*), a abcosmomHa Ki/ibKicmb
T-echekmopis (CD8') nepesuwjysasna MoKasHUKU 2pynu
KoHmpos. Bmicm akmugosaHux T-niMgboyumis (CD25%)
6ys y 2,9 pasa suwum 3a Hopmy. B epyni nayieHmis 3 IXC,
YyCKnaoHeHy Memabo/1iyHUM cUHOPOMOM, BMicm abcosirom-
HOI Kizibkocmi T-s1imgboyumis 6y8 y Mexax HopMmu. PiseHb
T-xennepis 6y8 HUXYUM Bi0 HOPMU Ha 54 % ma Ha 24 %
nepesuwjysas piseHb y nepwil epyni. Bmicm T-eghekmopis
Y XB0pux 3 yiel epynu 6ys Ha 65 % suwum 3a Hopmy. Pi-
BeHb akmusosaHux T-/liMghoyumis y XB8opux 3 opy20i 2pynu
rnepesuwysas rnokasHUK KoHmpos 8 2,8 pasa. Y xsopux
060x epyn criocmepieaembcsi akmusayisi B-k1iimuHHoi ma
KiZIepHOI' /1aHOK  iMyHimemy. 3MiHu pigHig cy6nomnyasayil
T-nimgboyumis y obcmexysaHux 060X 2pyr BKasylomb Ha
HasisHicmb T-K/IiIMUHHO20 iMyHodegbiyumy. B 06ox epynax
nidsuweHul piseHb akmugosaHux T-kinepis (CD25%).

BucHOBKWU. AkmugosaHulli 2ymopasibHUll ma KinepHul
iMyHimem Ha msi deghiyumy T-KIMUHHOI 1aHKU iMyHimemy

B nayieHmis BKasye Ha HasiBHICmMb OUCQYHKUIT iMyHHOI

cucmemu, sika € [amo2eHemMuUYHOK JIaHKOK pOo3BUM-
Ky cepuyeso-cyouHHol namosogii. [Npu ycknaoHeHHi IXC
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Features of cellular immunity in patients
with CHD complicated by metabolic
syndrome

M. M. Schurko, L. Ye. Lapovets, V. M. Akimova,
H. V. Bashta

Danylo Halytsky Lviv National Medical University
e-mail: lapovets@ukr.net

Summary. The article presents changes in cellular
immunity in patients with coronary heart disease complicated
by metabolic syndrome (MS). Coronary heart disease (CHD)
is the most common form of heart disease. The main trigger
in the development of CVD are inflammatory processes and
metabolic syndrome, accompanied by the development of
immunodeficiency.

The aim of the study — to research the state of cellular
immunity in patients with coronary heart disease on the
background of metabolic syndrome.

Materials and Methods. 120 patients with verified
coronary heart disease were examined, including 60 patients
with coronary heart disease without MS — group 1 (30 men,
30 women) and 60 patients with coronary heart disease on
the background of MS — group 2 (29 men, 31 women). The
mean age of patients was (50+5) years. Control group — 30
healthy people of appropriate age and sex.

Results. In patients with coronary heart disease there
was a decrease in the absolute number of T-lymphocytes
(CD3 +), a subpopulation of T-helpers (CD 4+) and the
absolute number of T- effectors (CD8 +) exceeded the control
group. The content of activated T-lymphocytes (CD 25+) was
2.9 times higher than normal. In the group of patients with
coronary heart disease complicated by metabolic syndrome,
the content of the absolute number of T-lymphocytes was
within normal limits. The level of T-helpers was 54 % lower
than normal and 24 % higher than in group 1. The content of
T-effectors in patients from this group was 65 % higher than
normal. The level of activated T-lymphocytes in patients from
the second group exceeded the control rate by 2.8 times. In
patients of both groups, activation of B-cell and killer inmune
systems is observed. Changes in the levels of T-lymphocyte
subpopulations in the examined both groups indicate the
presence of T-cell immunodeficiency. The level of activated
T-killers (CD 25+) is increased in both groups.

Conclusions. Activated humoral and killer immunity
on the background of deficiency of T-cell inmunity in the
examined patients indicates the presence of dysfunction
of the immune system, which is a pathogenetic link in the
development of cardiovascular pathology. Complications of
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Memabo/1iYyHUM CUHOPOMOM BUSIB/IEHO Mi0BUWEHUU PiBEHb
egekmopis, siKi 0OHOYacHO Marmb CyrnpecopHy hyHKYito,
Wo BUK/IUKAE 6inlbw BupaxeHul iMyHooegiyum.

KnouoBi cnoBa: cybnonynsuii nincpountis; metabonivyHmii
CVHAPOM; ilemiyHa XxBopoba cepus.

BCTYN

CaiToBa CTaTUCTMKa OCTaHHIX POKIB CBIAYNTb MPO
CTPIMKWIA piCT cepLeBO-CyAMHHMX 3axBoptoBaHb (CC3)
cepef, HaceneHHs. Ha cyyacHoMy etani akTya/lbHIiCTb
peanisauii 3axoiB NepBMHHOT Ta BTOPUHHOT Npodiinak-
TukM CC3 HabyBa€e 0COG/IMBOIO 3HaYeHHS. lWweMivyHa
xBopoba cepus (IXC) € HainowmnpeHILIow hopmMoto
cepueBux 3axsoptoBaHb [1]. IXC BMHMKaE BHaCNifoK
aTepoMaTo3HNX 3MiH Yy CyauHax, WO XUBMATb cepue
[2]. Came aTepomatosHi 3MiHW CyaVH € pe3y/bTaToM
3HWKEHHS nepdoy3ii Miokapaa, sika CNpUUMHAE CTEHOKap-
[it0 yHacnigokK ilemii Ta Moxe Npu3BecTu A0 iHpapKTy
Miokapga (IM) Ta/abo cepLeBOi HeOCTaTHOCTI. Y CBITi
Lie 0fiHa 3 NPOBIAHUX NPUYMH CMePTHOCTI [1]. OCHOBHUM
MYCKOBMM MeXaHi3amMoM y po3BuTKy CC3 € 3anasibHi npo-
uecu Ta metabonivyHnii cuHapom [1-3]. MeTtaboniuHuii
cuHapom (MC) BK/IOUAE NOPYLLEHHS, SIKi CynpOBOIXKY-
I0TbCA PO3BUTKOM Yy NaL€HTIB apTepiasibHOI rinepTeHsii
(AIN), rinepninigemii, iHcyniHopesncTeHTHocTi (IP) Ta
OXMPIHHA. LLi BCi KIiHIYHI NPOSIBA CYNPOBOAXYHOTLCSA
PO3BUTKOM iIMyHOAEILUUTHUX CTaHIB [6, 7].

Bpaxoytoun, wo IXC € meguyHoto i coliasibHo
NPO6/1EMOI0 CbOrOAEHHS, aKTya/IbHUM € MOLLYK HOBUX
GiOXiMIYHMX MapKepiB ANs1 paHHbOT AiarHOCTUKM AaHOT
narosorii. BUBYEHHSA HANPYXEHOCTi KNITUHHOTO iMYHi-
TeTy XBopux Ha IXC fonomoxe 3p0o3yMiTh MexaHiamu
BVHWKHEHHS Ta PO3BUTKY AaHOT NaTosnorii.

MeToto gocnigxeHHs 6y10 BUBYMTU CTaH KMITUH-
HOro iIMYHITETY B MaLieHTIB 3 iLUEMIYHO XBOPOOOHD
cepusi Ha Tni MeTaboniuHOro CMHAPOMY.

MATEPIANTN | METOAU

O6cTexeHo 120 nauieHTis i3 BepudikoBaHoto IXC,
3 HUX 60 oci6 3 IXC 6e3 MC — nepwua rpyna (30 yono-
BikiB, 30 XiHOK) i 60 nauieHTiB 3 IXC Ha Thi MC — gpyra
rpyna 2 (29 yonosikis, 31 xiHka). CepeaHili Bik nauieH-
TiB — (5015) poky. KoHTposbHa rpyna — 30 npakTuyHO
3[4,0pOBUX OCi6 BiANOBIAHOIO BiKy Ta CTaTi.

Y BCiX 06CTEXEHMX OCi6 BU3HAYa/M Ki/TbKICTb Neli-
kouwutiB (L), nigpaxoByBanu nenikoumtapHy dopmyny
(3arasibHOMPUIAHATUMM MeTOoA4aMu), BMICT nonyns-
Lin i cyébnonynsuii niMounTiB i3 BUKOPUCTaAHHAM
MOHOK/IOH&/TbHUX aHTuUTiNl Ao CD3* (T-nimdouunTn),
CD4* (T-xennepu), CD8* (T-uMmtoTOKCUUHI/Ccynpe-
copu), CD19* (B-nimchountn), CD23* (aKTUBOBaHI
B-nimdountn), CD25* (akTnBoBaHi T-nimcouutn),
CD56" (NK-KniTuHM) B peakuji HenpsiMmoi iMmyHO)1+H00-
pecueHuji 3 aHTuTiNnamu, MiveHuMmn roopecLeii3o-
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coronary heart disease with metabolic syndrome revealed
an increased level of effectors, which also have a supresor
function, which causes more severe immunodeficiency.

Key words: lymphocyte subpopulations; metabolic

syndrome; coronary heart disease.

TiouiaHaToM (PITLL). PeHoTMNYBaHHA NiMGOUUTIB ne-
pucbepiHOi KPOBI NPOBOAM/IOCH METOAOM HEMPSMOTO
iMyHOp/TyOPECLEHTHOTO BM3HaYeHHSA 3a L0MOMOror
MOHOK/IOHa/TbHUX @HTUTIN BUPOBGHMLUTBA IHCTUTYTY
ekcnepumMeHTasibHOI NaToorii, OHKOOrIT i pagiobio-
noril im. P. E. KaBeubkoro, Ykpaina [5]. MigpaxyHok
nonynauin Ta cyénonynsauin nimcoumTiB NPOBOANIN
3a [10NOMOrot0 JIIOMIHECLEHTHOTO MiKpockona 3 haso-
BOKOHTPACTHO0 npucTaBkoto (J/llomam-8).
MapamMeTpuyHi AaHi nogaHo ik M+m, OCKisibKu
po3nogin gaHux y rpynax 6yB HOpMasibHUM, nonapHe
anocTepiopHe MOPIBHSAHHS rPyn BUKOHYBasn 3a A0MN0-
MOroto KpuTepito HetomeHa — Keiinica, BUKOPUCTOBYHOUM
naket nporpam STATISTICA 6.0 (StatSoft, USA) [4].

PE3Y/ILTATU 1 OBFrOBOPEHHSA

Y pesynbrati AOCMiMpKEeHb MU BUSIBUNW BipOrigHi
3MiHM MOKAa3HWKIB K/TITUHHOIO iMYHITETY B rpynax 06-
CTEeXeHnX ocib (Tabn.).

B nepwwiii rpyni abcontoTHa KiNbKicTb AiMdIoLmTIB
CTaTUCTUYHO BIPOTiAHO € 3HMKEHO MOPIBHAHO 3 rpy-
MoK KOHTPO/IO Ta ApYroto rpynoto Ha 9 % (p<0,05).

Y XBOPUX NepPLLIOT rPYynu CNOCTEPIrasioCb 3HMKEHHSA
abCoMTHOT KinbkocTi T-nimcoumntie (CD3*) (Ha 22 %
MeHLLe, HX Yy rpyni KOHTposto, p<0,05). Cybnonynsuis
T-xennepis (CD4*) B gaHoi rpynun xsopux 6yna B 1,9
pasa HWX4ol 3a NokasHuK Hopmu (p<0,05), a abco-
NtoTHA KinbkicTb T-edpekTopiB (CD8*) nepesuLlyBana
MOKa3HWKN rPynn KOHTPOo Ha 18 % (p<0,05). BmicT
akTnBoBaHux T-nimdounTie (CD25*) 6yB y 2,9 pasa
BULLMM 3a HopMmy (p<0,05).

PiBeHb B-nimchouutis (CD19*) y xBopux nepLuoi
rpynu 6yB BuLLMM 3a HOpPMY Ha 43 % (p<0,05). Cy6no-
nynsuisi akTneoBaHux B-nimgouutie (CD23%) 3pocTtana
B 2,6 pas3a NopiBHAHO i3 BMICTOM Yy Tpyni KOHTPOJIO
(p<0,05).

PiBeHb NK-kniTuH (CD56%) y aaHili rpyni obctexe-
HMX 6yB y 3 pasu BULLMM 3a NoKasHuK Hopmu (p<0,05).

Y Apyriin rpyni BMicT abCcOMOTHOT KifbKOCTI
T-nimcpoumTiB 6YB Y Mexax nokasHuka Hopmu (p>0,05),
asie nepesuLLLyBaB NokKasHMKM nepLuoi rpynn Ha 30 %
(p<0,05). PiBeHb T-xennepis y AaHoil rpynu XxBopux 6ys
HWXYMM BiZ HOpMU Ha 54 % Ta Ha 24 % nepesuLLyBaB
piBeHb y nepwiin rpyni (p<0,05). BmicT T-echekTopiB y
XBOPUX ApYyroi rpynu Ha 65 % 6yB BULLMM 3a HOpMY Ta
Ha 40 % BULLMM 3a piBEHb Y XBOPUX i3 NepLLOi rpynu
(p<0,05). PiBeHb akTBOBaHUX T-niMdouUUTIB Yy Navi-
€HTIB ApYyroi rpynu K i y nepLiin rpyni nepesuLlyBaB
NoKa3HWK KOHTPO/O B 2,8 pa3a.
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Tabnuuga. MonynauiiHuin cknag, nimgounTiB nepudepiliHoi KPoBI NaUiEHTIB 3 iLLEMIYHOK XBOPOOOID cepus Ha Ti MeTa-

60/1I4HOr0 CMHAPOMY

lpyna o6cTexyBaHnx
IMoka3HWK KpPoBi KOHTpPO/bHA rpyna, nepiua rpyna, apyra rpyna,
n=30 n=60 n=60
ny (r/n) 2,0+0,08 1,83+0,1 2,00+0,02
p<0,05 p>0,05,p,<0,05
CD3*(r/n) 1,09+0,08 0,89+0,05 1,16+0,05
p<0,05 p>0,05,p,<0,05
CD4* (r/n) 0,93+0,03 0,49+0,02 0,61+0,02
p<0,05 p<0,05, p,<0,05
CD8* (r/n) 0,34+0,04 0,40+0,03 0,56+0,03
p>0,05 p<0,05, p,<0,05
CD25*(r/n) 0,16+0,01 0,46+0,03 0,43+0,02
p<0,05 p<0,05, p,>0,05
CD19(r/n) 0,37+0,02 0,53+0,02 0,46+0,02
p<0,05 p<0,05, p,<0,05
CD23*(r/n) 0,14+0,01 0,37+0,02 0,48+0,02
p<0,05 p<0,05, p,<0,05
CD56* (r/n) 0,13+0,01 0,40+0,04 0,45+0,04
p<0,05 p<0,05, p,>0,05

MpumiTkn: 1) p — BiporigHiCTb BigMiHHOCTE NOPIBHSAHO 3 MOKa3HMKaMMN KOHTPO/LHOI rpynu;
2) p, — BIpPOTAHICTb BifAMIHHOCTE NOPIBHSHO 3 MOKA3HMKamMu rpyniu XBopux Ha IXC.

A6conTHa KisbKicTb B-nimdouunTiB y XBOpUX
Apyroi rpynu 6yna Ha 24 % BULLOKO 3a pPiBEHb Y rpyni
KOHTPO/IO Ta Ha 15 % HMX4YO0 3a PiBEHb Yy NepLuii
rpyni (p<0,05). BmicT akTuBoBaHUX B-nimcouuntiB y
XBOPUX Apyroi rpynu 6ys y 3,4 pasa BULWWM Bif, piBHA
HopmK Ta Ha 30 % nepeBuLLYE NOKA3HMKN y NepLUil
rpyni (p<0,05).

PiBeHb NK-kniTMH y XBOpuWX gpyroi rpynu 6yB B
3,5 pasa 6inblWnM 3a NoKasHMK HOpMK Ta Ha 12 %
nepeBuLLyBaB piBeHb Y nepLuili rpyni (p<0,05).

AK BMOHO 3 BULLEONMCAHOro, y xBopux Ha IXC
i Ha IXC, ycknagHeHy MeTabo/iyHUM CUHLAPOMOM,
crnocTepiraeTbCA akTMBaLis B-kNiTUHHOT Ta KinepHoi
NaHOK iIMYHiTETY.

3MiHu piBHIB cybnonynauiii T-nimdountie y
06CcTexyBaHMX 060X rpyn BKasykTb Ha HasiBHICTb

CMNCK NITEPATYPU

1. No significant association between obesity and
long-term outcome of coronary artery bypass grafting /
T. Thorkelsdottir, H. Johannesdottir, L. O. Arnadottir [et
al.] // Laeknabladid. — 2019. — Vol. 105 (7). — P. 319-326.
DOI: 10.17992/1b1.2019.0708.240.

2. National Library of Medicine [Electronic resource]. —
Access mode: https://pubmed.ncbi.nim.nih.gov/29083742/
(mara 3BepHeHHs: 23.04.2021). — Metabolic Syndrome.

3. IL-17 production by NKG2D-expressing CD56+
T cells in type 2 diabetes /W. Phoksawat, A. Jumnainsong,

ISSN 2706-6282(print)
ISSN 2706-6290(online)

BiCHUK MegMUYHUX i 6ioNoriuHMX gocnimkeHb
Bulletin of Medical and Biological Research

T-kNiTMHHOTO IMyHoAeiuuTy. B rpyni xsopux Ha IXC,
yCcKNnagHeHy metaboiyHuM CUHAPOMOM, BUSAB/IEHO
akTmBauito T-edoekTopiB. B 060x rpynax nigsuLeHni
piBEHb akTMBOBaHMX T-kinepis (CD25%).

B/CHOBKW

AKTVBOBaHWUIA r'yMOPaJ/IbHUIA Ta KiNnepHWUiA iMyHiTeT
Ha Tni gedoiunTy T-KNITUHHOT /TaHKW IMYHITETY B 06CTe-
XYBaHUX Maui€eHTIB BKa3ye Ha HasABHICTb AUCHYHKLUIT
iIMYHHOI CUCTEMW, fiIKa € NaToreHeTUYHOK 1aHKoH
PO3BUTKY CEpLEBO-CYAMHHOT NaToNorii.

Mpun ycknagHeHHi IXC metaboniyHnm CUHAPOMOM
BWSIB/IEHO MiABULLEHUIA piBEHb €(heKTopIB, ki oAHO4AaC-
HO MalTb CyNpPeCcopHy IYHKLIO, L0 BUKIMKAE BiNbLu
BMpaXeHWi iMyHoAediuuT.

N. Leelayuwat, C. Leelayuwat // Molecular Immunology. —
2019. —-Vol. 106. — P. 22-28.

4. MocibHnK 3 nabopaTopHoi imyHonorii / J1. €. Nano-
Belb, B. M. AkimoBa, H. B. Jlebigb [Ta iH.]. — /IbBiB : Buga-
Belb MapueHko T.B., 2021. — C. 318.

5. The spectrum of T cell metabolism in health and
disease / G. Bantug, L. Galluzzi, G. Kroemer, C. Hess //
Nature Reviews Immunology. — 2018. — Vol. 18 (1). —
P. 19-34. DOI: 10.1038/nri.2017.99.

6. The association of cortisol levels with leukocyte

2(12),2022

55



5

OpuriHanbHi JOCTiIKeHHA

Original research

distribution is disrupted in the metabolic syndrome /
D. Mauss, R. Herr, M. Jarczok [et al.] // Obesity Research
& Clinical Practice. — 2021. Vol. 15(1). — P. 78-84.
DOI: 10.1016/j.0rcp.2020.12.003.

REFERENCES

1. Thorkelsdottir T, Johannesdottir H, Arnadottir LO,
Adalsteinsson J, Gardarsdottir HR, Helgason D, et al. No
significant association between obesity and long-term
outcome of coronary artery bypass grafting. Laeknabladid.
2019;105(7): 319-26. DOI: 10.17992/Ibl.2019.0708.240.

2. Metabolic Syndrome [Internet] / National Library
of Medicine. StatPearls. 2022. Available from: https:/
pubmed.ncbi.nim.nih.gov/29083742/

3. Phoksawat W, Jumnainsong A, Leelayuwat N,
Leelayuwat C. IL-17 production by NKG2D-expressing
CD56+ T cells in type 2 diabetes. Molecular Immunology.
2019;106: 22-8.

4. Lapovets Lle, Akimova VM, Lebid HB, Martianova Ol,
Polovkovych SV. Laboratiry immunology guide. [[Moci6Hu/K 3
na6opaTopHol imyHonoril] Lviv. Vydavets Marchenko T.V.;
2021. Ukrainian.

2(12),2022

BiCHUK MegMUYHUX i 6ioNoriyHMX AocnimKeHb
Bulletin of Medical and Biological Research

7. Roos C. J. Cardiovascular metabolic syndrome:
mediators involved in the pathophysiology from obesity
to coronary heart disease / C. J. Roos, P. H. Quax,
J. W. Jukema // Biomark Med. —2012. Vol. 6, No. 1. —
P. 35-52. DOI: 10.2217/bmm.11.105.

5. Bantug GR, Galluzzi L, Kroemer G, Hess C. The
spectrum of T cell metabolism in health and disease. Nature
Reviews Immunology. 2018;18(1): 19-34. DOI: 10.1038/
nri.2017.99.

6. Mauss D, Herr RM, Jarczok MN, Motoc |, Fischer JE,
Bosch JA. The association of cortisol levels with leukocyte
distribution is disrupted in the metabolic syndrome.
Obesity Research & Clinical Practic. 2021;15(1): 78-84.
DOI: 10.1016/j.0rcp.2020.12.003.

7. Roos CJ, Quax PH, Jukema JW. Cardiovascular
metabolic syndrome: mediators involved in the
pathophysiology from obesity to coronary heart disease.
Biomark Med. 2012;6(1): 35-52. DOI: 10.2217/bmm.11.105.
PMID: 22296195.

OtpumaHo 14.03.22

ISSN 2706-6282(print)
ISSN 2706-6290(online)



