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Lienb: onpesenutb BAUAHNE 6N0KaTOPOB PEHUH-AHTNOTEH3MH-aNbA0-
CTEepOHOBOI CUCTEMbI B COCTaBe KOMOMHIUPOBAHHOI Tepanuu ¢ 6noKaTopom
KanbLeBbIX KaHaNoB Ha 61oMapKepbl CUCTEMHOTO BOCMANeHNA y naLneHToB
CapTepuanbHoli runepTeH3ueil.

Matepuan n metopbi: B uccnegoBaHie bbin BKNtoueHb! 105 nawneHToB
B BO3pacTe C apTepuanbHoii runeptensueii -1l crenenn u HesphekTMBHBIM
KOHTpO/eM apTepuanbHOro faBneHns (opucHoe aptepuanbHoe AaBneHne
> 140/90 mm pr.cT.). laumeHTbl 6bInv pa3aeneHbl Ha 2 rpynnbi: 1-ad ¢ ipUMeHeHnem
nepuHaonpuna B cpeaHeit fose 5,94 + 2,14 mr v amnogununa 6,07 + 2,11 mr,
2-ad —TenmucapTana 52,89 £ 19,6 mr n amnogunua 5,89 £ 1,93 Mr B conoctaumbIx
(p=0,075 ana nepurgonpuna u Tenmucaptaxa, p = 0,645 — aAns amnoaunuHa).

WcxomHo 1 uepe3 rog nocsie npuema Ha3HaueHHON aHTUTNepTEeH3NBHOI
Tepanuu 6bia NPoBe/ieH KNMHMYECKNI 0CMOT; BbIMOAHANNCH 06LLMIA aHanu3
KpOBI C pacyeToM reMaToNornyeckux MHAEKCOB: MHAEKCA CUCTEMHOTO MMMYHHOTO
BOCMANeHNA; MHAEKCa CUCTEMHOr0 BOCMAIUTENIbHOr0 0TBETA; COOTHOLLEHNe
HeTpoQUNOB K NIMMPOLNTaM; COOTHOLLEHNE TPOMOOLUTOB K IUMPOLITAM;
COOTHOLUEHME IMMAOLMTOB K MOHOLIMTAM; COOTHOLLEHIE MOHOLMTOB K Xofie-
CTepUHY NMNONPOTENHOB BbICOKOI MNOTHOCTY; IMNUAOTPAMMa; OnpejeneHue
KOHLieHTpaL 1 BbICOKOUYBCTBUTENbHOTO (-peakTuBHOro 6enka, uuctatuna C,
NHTepneiKknHa-1B, nHTepneiiknHa-6, uHTepneiikuHa-8, pakTopa Hekpo3a
0MyX0Nu-a, aHruoTeH3mHa Il v aHrnoTeH3MHNpeBpaLLaloLero GepmeHTa-2.

Pe3ynbTatbi: npy npoBeseHUN CPaBHUTEIbHOO NPOCMEKTUBHONO aHa-
N13a Yy NaLneHToB U3 06enx rpynn ¢ UCXOAHO CONOCTaBUMbIMU YPOBHS-
MU CUCTONNYECKOTO 11 MACTONNYECKOTO apTepuaNbHOro 1aBNeHIsA Yepes rog
Ha (OHe aHTUrVNepTeH3NBHON Tepani ObINo MONYYEHO COMOCTABIUMOE CHINKEHME
CUCTONMYECKOrO 1 ANACTONNYECKOTO apTepUanbHOro AaBneHna: B 1-i rpynne
ot 145,85 + 19,54/93,13 + 12,36 po 133,13 + 12,36/83,87 + 9,11 Mmm pT.CT.
(p < 0,001), B0 2-i — 07146,10 + 11,75/93,90 + 9,77 po 128,44 + 22,18/
84,00 £ 9,29 mm pr.cT (p < 0,001).

Y nauueHToB 1 rpynnbl HabMOAANOCH CHUXKEHIE COAEPXKAHMA B KPOBU
uHTepneitkuHa-1p ot 3,04 (1,84; 5,11) o 1,58 (0,88; 2,72) nr/mn (p = 0,003),
UHTepneiikinHa-8 ot 4,88 (4,27; 7,05) po 4,11 (2,53; 5,64) nr/mn (p = 0,007),
umctatiHa Cot 1,04 (0,93; 1,15) 10 0,98 (0,87; 1,09) mr/mn (p < 0,001) 1 aHrmoTeH-
3uHa Il ot 142974 (78048; 186608) o 101940 (54954; 153292) Hr/mn (p = 0,016).
Y naumueHToB 2 rpynnbl Habn0AaNn0Ch CHIKEHNE YPOBHA UHTepAeliKMHA-8
0T 5,31(3,88; 6,58) no 3,57 (2,42; 5,23) nr/mn (p < 0,001) n uncratuna C
011,03 (0,91; 1,12) 50 0,95 (0,87; 1,06) mr/mn (p = 0,002).

BbiBOAbI: Y MaLEHTOB C apTepuanbHOI runepTensuei Ha GoHe KOMOUHIPO-
BaHHOrO leYeHA NepuHAoNPUIOM 11 aMNOAUMIHOM B TeueHIe roa 0TMeuasnoch
CHIKEHUe KOHLLEHTpaLMN MHTepneitkiHa-1B, WHTepneitknHa-8, umctatuta C,
aHruoteH3nHa Il. Y nayneHToB, NnpuHUMABLLKMX TeIMUCAPTAH C aMAOAUNUHOM
b0 BbIABNIEHO YMeEHbLLEHNe YPOBHA UHTepAeiikuHa-8 1 unctaTuHa C.
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Objective: to determine the effect of renin-angiotensin-aldosterone system
blockers in combination therapy with calcium channel blocker on the dynamics
of systemic inflammatory biomarkers in patients with hypertension.

Materials and methods: the study included 105 patients aged 18 to 60 years
with stage |-l hypertension and ineffective blood pressure control (office blood
pressure > 140/90 mmHg). Patients were divided into 2 groups: group 1 received
perindopril at an average dose of 5.94 + 2.14 mg and amlodipine 6.07 + 2.11 mg;
group 2 received telmisartan 52.89 = 19.6 mg and amlodipine 5.89 + 1.93 mg in com-
parable doses (p = 0.075 for perindopril and telmisartan, p = 0.645 for amlodipine).

A clinical examination was performed at baseline and one year after taking
the prescribed antihypertensive therapy; a complete blood count was performed
with the calculation of hematological indices: systemicimmune inflammation index;
systemic inflammatory response index; neutrophil to lymphocyte ratio; platelet
to lymphocyte ratio; lymphocyte-to-monocyte ratio; monocyte-to-high-density
lipoprotein cholesterol ratio; lipidogram; determination of the concentration
of high-sensitivity C-reactive protein, cystatin (, interleukin-1p, interleukin-6,
interleukin-8, tumor necrosis factor-a, angiotensin I, and angiotensin-conver-

Results: in a comparative prospective analysis, office systolic and dia-
stolic blood pressure levels significantly decreased in patients of both groups
during antihypertensive therapy: in group 1from 145.85 + 19.54/93.13 + 12.36
t0133.13 £ 12.36/83.87 + 9.11 mmHg (p < 0.001), in the 2nd — from 146.10 £ 11.75/
93.90 & 9.77 t0 128.44 + 22.18/84.00 + 9.29 mm Hg (p < 0.001).

In patients of group 1, there was a decrease in the blood content of inter-
leukin-1B from 3.04 (1.84; 5.11) to 1.58 (0.88; 2.72) pg/ml (p = 0.003), interleu-
kin-8 from 4.88 (4.27; 7.05) to 4.11 (2.53; 5.64) pg/ml (p = 0.007), cystatin C
from 1.04 (0.93; 1.15) t0 0.98 (0.87; 1.09) mg/ml (p < 0.001) and angiotensin
1 from 142974 (78048; 186608) to 101940 (54954; 153292) ng/ml (p = 0.016).
In patients of group 2, there was a decrease in the level of interleukin-8
from 5.31 (3.88; 6.58) t0 3.57 (2.42; 5.23) pg/ml (p < 0.001) and cystatin C from
1.03(0.91; 1.12) t0 0.95 (0.87; 1.06) mg/ml (p = 0.002).

Conclusions: in patients with hypertension, combined treatment with
perindopril and amlodipine showed a decrease in the concentrations of inter-
leukin-1p, interleukin-8, cystatin C, and angiotensin Il over the course of a year.
Patients taking telmisartan with amlodipine showed a decrease in interleukin-8

ting enzyme-2.

BBegeHmne

B cepennHe mpounioro Beka aMepUKaHCKUI
Bpa4 VpsuH Ileiigx npemmoXun MO3anIHyo
TEOPUIO ITATOTeHe3a apTePUaNIbHOI IUIIePTEeH-
3un (AT), cyTb KOTOpOII 3aK/II0YaIach B TOM,
YTO CTOJIKO€ IIOBBILIEHIE APTEPUATBHOTO [JaB-
nennst (A]ll) siBlsieTCst pe3y/IbTaTOM B3aMMOJel-
CTBUSI MHOTUX (JaKTOPOB, TAKMX KaK M3MEHEHVISI
9JIACTUYHOCTM U IIPOCBETA COCY/IOB, BA3KOCTHU
KPOBI, yIAPHOT0 00beMa, 06'beMa M PKYIUPYIo-
1jeli KPOBY, aKTUBAL[UY HEIIPOI'yMOPA/IbHbIX Me-
xaHM3MoB [1]. B mocrenyrolye rofbl Teopus Ha-
IIIJTa CBO€ OZITBEPIKA€HNE, 1 TOSIBU/INACH HOBBIE
KOHIIEMLINY MO3aMYHOIT TEOPNIL, TOKA3bIBAIOLIIIE
y4acTue B matoreHese Al reHeTnyeckux ¢axro-
POB, UMMYHHOJI CUCTEMBI, BOCITAJICHISI, OKCHU/Ia-
tusHoOro crpecca (OC), Mukpobmoma u romeoc-
tasa Hatpus (2, 3]. Tpagnunonno tepanms AT
Obl/1a HaIIpaB/ieHa Ha CHCTEMBI, y4acTBYIOIUe
B Pery/IsAL MU BOLHO-CONEBOro OaaHca: peHNH-
QHTMOTEH3VH-a/IbTOCTepOHOBOIT crcTeMbl (PAAC)
U CUMIIATUYeCKOI HepPBHOI cucTeMbl. OTHAKO
IaHHBII IOXO], BK/II0Yasi KOMOMHIPOBAaHHOE
7ledeHye U3 Tpex u 6ojiee KIacCoB aHTUTUIIEP-
TeH3MBHBIX IIPEIapaToB, He BCETHA JOCTATOYHO
spdextusen. YacTb cydyaeB MOXHO 00bsc-
HUTb UCTUHHO pe3ucTeHTHON Al emie yacTb —
comevyBcTBUTeNIbHBIM peHoTuioM AJl [4]. Ilo-
MuMO He3(pHEKTUBHOCTU AHTUTUIIEPTEH3NB-
HOJT TepaInu, ellje OffHOII IPO6IEMOI SABIAETCS
COXpaHEHNe OCTATOYHOTO PUCKA PA3BUTIS CepP-
Ie4HO-cocyancThix 3aboneBannit (CC3) y ma-
umeHToB ¢ A" maxxe mocne Hopmanusauuu Al
[I0 CPAaBHEHUIO C HOPMOTEH3UBHBIMU TNI[AMMU
npu upeHtTudHoM yposHe AJl [5]. Vccnenosa-
tenu u3 GpaMUHIEMCKO KOTOPTHL TIOTOMKOB
YCTQHOBU/IN, YTO y>Ke CyILIeCTBYOIee opaxe-
Hlle OPTaHOB-MMIIeHeil BHOCUT He 6oree 20 %
B OCTaTOYHBII PUCK, B TO BpeMA Kak 80% pucka

and cystatin Clevels.

y manneHTos ¢ AT, momyyarommux onTuManbHoOe
NevueHue, 0CTaéTCs HeOObSICHUMBIM [6]. BeposiT-
HOJI NPMYMHOI HaHHOTO (eHOMEeHa MOXeT
ABIATbCA aKTUBAI A I/IMMyHHO]Z CUCTEMDbI, pa3—
Butue BocraneHus u OC, 4To Tpebyer BblsABIE-
HIsI HOBBIX MUIIIEHeTI TePANINI /1A YTy IIIeH U
nporHosa nanuenTos ¢ AT [7].

ITokaszaHo, YTO y HAIIVIEHTOB C 9CCEHI[UATb-
Holl AI' akTuBan KA MMMYHUTETa IPOUCXOAUT
Ha one nosbinrenys akTuBHocT PAAC 11 yBe-
nudenus obpasoBanns aurmorensnna (AT) II,
KOTOPBIII UTPAET KIIIOYEBYIO POJIb B AKTUBALINN
VIMMYHHBIX KJIETOK BPOXKJ€HHOIO 1 Ipuobpe-
TEHHOTO MIMMYHUTETA, Pa3BUTUYU CUCTEMHOTO
Bocrasienus u OC B 3KCIepUMEHTAIbHBIX MO-
menaAx u y manuenTos ¢ AT [8, 9, 10].

Oxranentup AT II, o6paszoBaBuiuce u3 06-
pasoBaBuuch 13 AT I moj meiicTBueM aHTHO-
TeH3MHIpeBparasomiero pepmenta (AIID), cBs-
spiBaetcs ¢ perentopamu AT IT 1-ro Tuma (AT))
B IIa/JKOMBIIIEYHBIX KJIETKaX COCYIOB, BBbI3BI-
Basi Cy>KeHue COCY/IOB U IOBBIIIas repudepnde-
CKO€ COCYJVICTOE CONIPOTUBTIEHNIE, CTUMYIUPYET
BBIPa0OTKY a/IbJJOCTEPOHA 1 BAa30IPECCHHA, KO-
TOpBle BO3/E/ICTBYIOT Ha IOYKY, YCUINUBAS 3a-
nep>xky Harpus nxkupkoctin. AT IT ciocobeTBy-
€T BBICBOOOXK/IEHII0 HOPapeHa/IHa U3 CUMIIa-
TUYECKVX HePBHBIX OKOHYAHMII Y IPENIATCTBYET
ero 06paTHOMY 3aXBaTy, TeM CaMbIM yCUIUBA
CUMITIATUYeCKOe aJjpeHepruyeckoe BINsHME Ha
AJl. TIpu Bo3peiicTBum Ha penentopsl AT, AT 11
TaK>Xe aKTI/IBI/IpyeT MeXaHM3MbI Hepeﬂa‘l]/[ CUT-
HaJIoB, KoTopble ciocobcTBytoT OC, Bocmae-
HUIO, TTponudeparuy KineTok u ¢pubposy [8, 11].
WccnepoBanms nokasany, 4yto AT IT aktusupyer
HAJI(®)H-okcupasy B 9HOTEIMATBHDIX KIET-
KaX U KJIeTKaX IJIa[IKUX MBIIII COCYHOB, 4TO
IPUBOAKT K ycueHuo Beipaborku O, u fpy-
ruX akTUBHBIX popm kucnopona (AK®D), cmo-
COOCTBYSI CHYDKEHMIO OMOZOCTYITHOCTY OKCHUZIA
a3oTa ¥ AUCPYHKUUY SHAO0TEeNNA [9].
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Nurn6uropst ATI®O (mATI®) u 6mokaTops
peueritopoB antuoteHsnHa (BPA) meiictByror
Ha PAAC, nofasisisi BbIpabOTKY U BO3JIENICTBIE
AT II coorBeTcTBeHHO. JJaHHBIE I'PYIIIHI IIpe-
[1apaToB, CHYDKasA OKUCIUTE/IbHbIE I BOCIAIN-
tenbHble 3¢ ekt HAynupyemsie AT II, MmoryTt
0671a/1aTh IONOTHUTEIBHBIMY ITPEUMYILleCTBAMM
II0 CPAaBHEHUIO C IPYTUMU aHTUTUIIePTeH3BHBI-
MM IperapaTaMy, OTpaHNYMBAA SHJOTe/INATIb-
HYI0 JUCOYHKIUIO M COCYAUCTOE BOCIa/ICHeE.
Kpome Toro, nAII® 61oxupyer ferpagaiuio
OpaVMKMHIHA, KOTOPbIT BBI3bIBaeT BHICBOOOXK-
merue NO, 4TO IPUBOAUT K YIYUIIEHUIO S9HO-
Tenuit3aBUCUMON Basogunatanuu. bPA, B cBoio
odepenb, Onokupyer peuentopsr AT, cioco6-
crBya cBasbiBaunio AT II co cBobopgHbIMU pe-
nentopamu AT 2 Tuma u, cefoBaTenbHO, CTU-
MY/IUPYIOT CuHTe3 1 BeicBoOOXeHme NO, 1H-
AyLupyeMble STUMMI pereritopamu [12].

Takum 06pasom, 1enp0 Hamer paboTer
ABIIAJIOCH OIIpefie/ieHNie BIUAHNUA 6I0KaTOPOB
PAAC B cocTaBe KOMOMHNMPOBAHHOI Tepaluy
¢ 6mokaropom KanbineBbix KaHanoB (BKK) Ha
AMHAMMKY 6MOMapKepoB CUCTeMHOTO BOCIIaJIe-
HIA y ManyeHTos ¢ AT

Marepuan n metoapl

B uccnemosanme 6p11u BKI04YeHsl 105 ma-
ruenTtoB ¢ AT [-1I crenenn un HeapeKTUBHBIM
koHTporeM Al (opucnoe AJl > 140/90 MM pT.CT.)
B Bo3pacrTe oT 18 1o 60 n1eT. bpiyto nsy4eHo Bnms-
HMe aHTUTUIIEPTEH3NBHO Tepanny Ha O61o-
MapKepbl BOCIIaJIeHNA B 2-X 'PYIINaX, B KOTOpbIe
HaIMEeHTH! ObUIN PAHIOMU3MPOBAHBI METOOM
CITy4aiTHBIX YMCeL: Mal[ueHTaM 1 rpymnmsl (n = 62)
Obita HasHaveHa Tepanusa nAII® (mepuupmo-
npun 4-8 mr) B kombunaruu ¢ BKK (ammopn-
nuH 5-10 Mr); manueHTam 2 rpymmnsl (n = 43) -
BPA (tenmucapran 40-80 Mr) B KOMOMHALIUY
¢ BKK (ammomunuu 5-10 mr). Bce manueHTsI
U3 MICCIIeIyeMbIX IPYILI PeryIsipHO MpUHIMAa-
7Y Ha3HaYeHHble aHTUTUIIEPTEH3UBHbIE IIpe-
napatsl. KOHTPO/Ib IpUBEP)KEHHOCTH Teparum
MIPOBOMJICS C IPUMEHEHMEM HATIOMUHAHUI
B xofie TenlepOHHBIX 3BOHKOB 11 Gecefibl Bpada
C HALVIEHTaMU KayKIble 2 MeCs1la B TeYEHE Tofa.

[TpoBesieHMe HACTOSIIETO KIMHMYECKO-
ro uccnefoBanus 6p10 ofobpeno HesaBucu-
MBIM 3TU9eCKUM KOMUTETOM PecrrybmmKaHCKOro
Hay4YHO-IIPAKTNIECKOTo IeHTpa «Kappuomornsa»
(mportokorn Ne 3 ot 25.01.2022). Bce manmeHTsI 3a-
HOJTHVIY MHPOPMUPOBAHHOE COIVIACHe Ha yYac-
THE B VCCIEIOBAHNY B ITMCbMEHHOM Bujie. Kpure-
PVISIMU UCKTIOYEHVISI U3 VICCTIENOBAHNS SIBIISUIVCH:
cuMiToMaTdeckasi AT, XpoHMYecKue 1 OCTpble
¢dbopmer nneMnyeckoit 6onesHu ceppua (M5C),
OCTpble HapyIIeHNsI MO3TOBOTO KpoBoobOpaiiie-
HUsI B aHAMHE3€, OCTPasi PeBMATUYeCKa sl INXO0-
pajiKa 1 XpOHMYEeCKasi peBMaTIIecKasi 60/IesHb
Ceprlia, OCTpble U XPOHMUIECKME BOCHIATUTENIb-
Hble 3a00/IeBaHMs, OPOHXMAIbHAS ACTMA U XPO-

HU4YecKast 00CTPYKTUBHAS OOJIE3HD IETKUX, THU-
PEOTOKCUKO3, BOCIIA/INTE/bHbIE 3a00/IeBAHIIS
M TOBU/IHON Xesle3bl, fudPysHble O0NE3HN
COEIMHNTENBHOI TKAHM, CAaXapHbII fuabeT 1
u 2 TuIa, oXXupenue 3 creneHu (MHAEKC MacChl
tena (VIMT) = 40 xr/m?), xpoHndeckast 60/Ie3Hb
IIOYeEK.

BceM manjueHTaM UCXOLHO U Yepe3 rof IOC-
Jle pyieMa Ha3HAYeHHOI aHTUTUIIEP TEH3UBHOI
Tepanuu ObIIN BBIIIOTHEHDI CIIeAYIOLIMe MCCTe-
ITOBAHMS:

1) KIMHUYIECKIIT OCMOTP C OTIpefieneHneM
¢dakTopos prucka CC3 1 aHTPOIOMETPUIECKIM
o6crefoBaHMEM, KOTOPOE BKJIIOUAJIO M3Mepe-
HIMe POCTa I MaccChl Tefla ¢ onpepenenyeM VIMT
o gopmyne Kerre (Macca tena, kr/poct?, m),
oxpyxxaocty tamyu (OT, cm). Hamrane oxxupe-
Hust onleHuBanoch npu VIMT >29,9 kr/m?, a ab-
IOMMHAIPHOTO OKMpeHus — npu 3HadeHnn OT
60ormee 102 cm y My>xk4uuH u 88 cM y >KeHIuH [13];

2) o6umit aHa/IM3 KPOBU C PACUYeTOM remMa-
TONIOTUYECKNX MHIEKCOB: MHIEKCAa CUCTEMHOIO
uMMyHHOTO BocnaneHus (SII) - konuvecTBo
TPOMOOIMTOB, YMHO)XEHHOE Ha KOJINYECTBO Hell-
TpodUIOB, pasmeieHHOe Ha KOMIeCTBO TnMQO-
LIATOB; MHJEKCA CUCTEMHOIO BOCIAIUTEIBHOIO
orBeta (SIRI) —komn4yecTBO HEMTPODUIOB, YM-
HOXXEHHO€E Ha KO/MYeCTBO MOHOIL[MTOB, pasze-
JIEHHO€E Ha KOJIMIECTBO MMMQOI[NTOB; COOTHO-
meHue HeliTpodunos k numdonuram (NLR);
COOTHOIIEHJE TPOMOOIIUTOB K TUMOIUTaM
(PLR); cooTHOIIeHNE TMM(OLNTOB K MOHOIIM-
taM (LMR); cooTHOIlIEHIE MOHOLIMTOB K XO-
JIeCTEPUHY TUIIOIPOTENHOB BHICOKOI IIIOTHO-
ctu (XCJITIBIT) (MHR);

3) OGMOXMMIYECKUIT AHAIN3 KPOBH C OIIPefie-
neHueM 0611ero 6e1Ka, MOYeBIMHBI, KpeaTHIHA,
obiiero 6unupy6buHa, aTaHMHAMUHOTPaHCPe-
pasel, acImapraTaMrHOTPaHChepassl, TII0KO3bI,
o6gero xonmecrepruna (OXC), xonecrepuna in-
IOIIPOTeNHOB HM3Kol maotHocTy (XC-JITTHIT)
u XC-JIIIBII, Tpurnumepupnos (TT), mouesoii
KJCTIOTBI, BBICOKOYYBCTBUTE/IBHOTO C-PEaKTUB-
Horo 6enka (BCPB) (HopmanbHOe 3Ha4YeHME Me-
Hee 5 mr/m), nucrarnHa C (HOpManpHOe 3HaYe-
Hue 0,31-0,79 mr/mn y nanuenTos ot 0 1o 50 et
0,4-0,99 Mr/mn y manueHnTos crapuie 50 yet) (aB-
ToMaTudeckuit anaausarop Architect Plus c4000
(Abbott, CIITA) mo cTaHFapTHBIM METOJMKAM
¢ ucronp3oBanueM Habopos Abbott (CIIA);

4) ompeneneHne KOHIEHTPAUU UHTEP-
nevikuHa (VIJ1)-1P (HopmanpHOe 3HaUeHNE Me-
Hee 11 nr/mn), VIJI-6 (HOpManbHOe 3HaYeHMe
Mmeree 10 nr/min), VJI-8 (HopmanbHOe 3HaYEHME
MeHee 10 r/mi), pakTopa HeKpo3a OIIyXOIM-a
(OPHO-a) (HopmanbHOe 3HaueHNe MeHee 6 1Ir/MT)
B CBIBOPOTKE KPOBMU IIPOBOAVIOCH NUMMYHO-
(depMEHTHBIM METOMIOM C MOMOIbI0 HaOOPOB
peareHToB «Asnbdpa-OHO-VIGA-BECT», «/uTep-
neiiknH-16eta-VIOA-BECT», «VIHTeprieiknu-6-
M@A-BECT», «MuTepneiiknn-8-MOA-BECT»
(Bextop-6ect, Poccus);

HEOT/IOXKHAA KAPAUONOINA U KAPAUOBACKYNIAPHBIE PACKU B Tom 10 N°T 2026 T.
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5) onpenenennue yposHs AT II ¢ momomrbio
Habopa pearentos Biorbyt Human AGT Pre-
Coated ELISA n ATI®-2 ¢ momolnpio Habopa pea-
reHTOB Aviscera Bioscience Human Soluble ACE2
ELISA Kit B cBIBOpOTKE KpOBJ MUMMYHO(epMeHT-
HbIM MeTofioM (Abcam, Bennkobputanmsi).

Cratuctmyeckue MeTofbl: PacueT ctatuctu-
YeCKOJ MOILTHOCTH Ji/Is1 IOBTOPHBIX M3MePeHNIt
BBINIOJIHEH B nporpaMue Statistica 19.0 ¢ momo-
IbI0 BEPOATHOCTHOTO Ka/IbKY/IATOPA HELeHT-
panbHoOro F-pacnpenenenns. VcnonbsoBain
CIefyolIre MapaMeTphl: CTAaHAPTU3UPOBAHHYIO
Mepy oxupaemoit Bennunusl adgdekra (0,3),
IpefIoIaraeMy0 KOppenAannio C TOBTOPHBIMM
usmepenusamu (0,5), 4UCIO CTereHel cBOOO/ b
ns apdexra n omnbKu. IIpoBepky HOpMaTbHO-
CTU paciipefeneHn A NIepEeEMEHHDIX BbIIIOTH AN
¢ nomobio kpurepus lllanupo-Yunka. Konn-
YeCTBEHHBIE IIePEMEHHbIE IBYX He3aBMCUMBIX
BBIOOPOK CPaBHMBAIN C UCIIONb30BaHMeM U-Kpu-
Tepus ManHa - YutHu. []n4 conocraBieHus
TIOKa3aTesIell, MI3SMEePEeHHBIX B IBYX PasHBIX Bpe-
MEHHBIX yC/IOBUAX Ha OfIHOV U TOM K€ MCCenye-
MOJI TPYIIIIBI TAI[MEHTOB, UCTIONb30BaIN KpUTe-
puit Bunkokcona. [l aHanusa MHAMBUYalb-
HBIX USMEHEHIUN KOJIMYECTBECHHDBIX ITIOKA3aTEe/IEN
B JIMHAMUKe HaOII0eHMs UCTIONb30BaNIN pac-
4yeTHBbIIT uHAekc fuHamuku (M]]) — oTHolIeHMe
3HAUeHMII MIOKa3aTe/ls IOC/e JIeUeHNs K 3Hade-
HUIO JI0 Havasa nedeHus. V]I BpIpaxkamu B mpo-
IeHTax. [l BceX KpUTepUeB U TeCTOB Be/TUYN-
Ha KPUTIYECKOTO YPOBHA 3HAYMMOCTH (p) IpH-
HMManach pasHon 0,05.

PesynbTtatbl

[Ipoananmu3MpoBaHbl PE3yNIbTAThl CPAB-
HUTEIbHOTO IIPOCIEKTUBHOTO MCCAEOBAHNA
y 105 manmenTos ¢ Al ¢ nsyuenuem BIuAHUA

AHTUTUIIEPTEH3VBHON TePANNM Ha 6G1OMapKepbl
cucreMHoro Bocnanenus. [lanuenTsr 1-o1i rpym-
1Bl IPMHVMANY IepUHOIPIUI B CpeHel jo3e
5,94 + 2,14 mr 1 amnonunuH 6,07 + 2,11 mr,
2-011 rpynnbl — TenMucapTas 52,89 + 19,6 mr
u ammogunuH 5,89 £ 1,93 mr. Jlo3sr aHTUTH-
[IePTEH3UBHOI Tepannu B 00enx MCCefyeMbIX
rpymmnax 6pim conoctaBuMsl (p = 0,075 m me-
pUMHONpUIIA 1 TeIMUCApTaHa, p = 0,645 — nna
amogunuua). Y manuentoB ¢ AI' u gucnn-
nupgemuei (88 maumeHTOB) ObLIM Ha3HAYEHbI
CTaTUHBI, IPU 3TOM Ha3HAYEHHYIO TUIIOIUIIN-
DeMMYEeCKYI0 Tepalnio 4Yepes Tof MPUHUMAI
61 manueHT. [Jons NaleHToB, IPUHMMABIINX
posyBacTaTuH B 1 rpymnme, coctaBuaa 53,38%,
BO 2 - 65,12% (p = 0,187), cpepHss f03a po3yBa-
cratuHa B 1 rpynme cocrasuiaa 10,11 + 2,49 mr,
Bo 2 — 10,37 + 1,92 mr (p = 0,335). ITannentsr
[IePBOJT ¥ BTOPOII TPYIIIIbI ICXOHO OBLIN COMO-
CTaBMMBI II0 BO3PACTY (CpeHNUIT BO3PACT HMaln-
€HTOB 1-11 rpynnel cocTaBui 52,18 * 6,24 ropa,
2-i1 - 51,0 + 6,4 ropa, p = 0,765) 1 ypoBHAM OuC-
Horo cucronndeckoro AJl (CAJl) u guacronu-
yeckoro Al (TAJl) (Al B 1-it rpyme pas-
HsAmoch 145,85 + 19,54/92,33 + 12,13 MM pT.CT,
BO 2-11 - 146,10 = 11,75/93,90 £ 9,77 MM pT.CT,
p = 0,675 st CAIl m p = 0,547 nna JAJT). Ha
(hoHe aHTUTUTIEPTEH3UBHOI TEPAINY Y HAllVieH-
TOB 00€UX IPYIIII CHUSWIVCH YPOBHM OPICHOTO
CAJIl u JA]Il, a 1o/ mainMeHToOB C JOCTIKe-
HueM IjefieBoro ypoBHs Al (< 140/90 MM pT.CT.)
pyt 0(pUCHOM M3MepeHuu B 1-011 TpyIIIe cOCTa-
Buta 59,67 %, Bo 2-011 — 62,79% (p = 0,827) (rab-
muua 1). Taxoxe B 1-011 u 2-71 TpyIIIax HabIrofa-
7m0ch cHIDKeHMe KoHueHTpauuu XC-JIITHIT
(p =0,039 1 p < 0,001 COOTBETCTBEHHO) U L{MC-
tatura C (p < 0,001 u p = 0,002 cooTBer-
CTBEHHO).

MNMokasatenb

Indicator

OducHoe CAl, MM PT.CT.

Office systolic blood pressure, mmHg
OducHoe AL, MM pT.CT.

Office diastolic blood pressure, mmHg
VMT, kr/m?

BMI, kg/m?

OT y My»UUH, CM

WCin men, cm

n=>55

OT y XKeHLWWH, CM

WCin women, cm
n=50

[ntoKo3a BEHO3HOW KPOBU, MMOJTb/N
Venous blood glucose, mmol/I

Ipynna Tabnuua 1.
Group JluHamuka pe3ynbratos
1 rpynna (AM®+BKK) 2 rpynna (BPA+BKK) KAnHKo-na6oparop-
Group 1 (ACE inhibitors+CCB) Group 2 (BRA+CCB) HOro 06CNe0BaHNA
n=62 n=43 naumenToB Al Ha QoHe
NCXOAQHO yepesrop NCXOAQHO yepesrop aHTVIrI/II'IepTeH3VIBHOI7I
initially inayear initially inayear Tepanun (X + SD;
Me (LQ; UQ))
145,85+ 19,54 133,13+12,36 <0,001 146,10+ 11,75 128,44+22,18 <0,001
Table 1.
92,33+12,13  83,87+9,11 <0,001 9390+977 8400+929 <0,001 Dynamics of the results
of clinical and laboratory
31,50 31,50 0,922 29,74 30,00 0.580 examination of patients
(30,20;33,75)  (29,05;34,48) (26,/45;31,97)  (2737;3341) with hypertension
105,00 104,50 e 103,00 104,00 07 0? thtg: ackg;troupd
(99,50; 111,00)  (99,25;115,75) " (98,25;115,50) (98,50; 111,000 orantinypertensive
therapy (X  SD;
Me (LQ; UQ))
101,50 103,00 0752 101,00 104,50 0652
(94,00; 110,75)  (89,00;108,50) (85,00; 107,50) (87,00;108,00)
5,99 . 5,98 5,95
(5,69; 6,48) SIS SheER) (5,70; 6,35) (5,39; 6,53) 0,910
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OkoH4yaHue ma6n. 1/End of Table 1

Fpynna
Group
1 rpynna (MAN®+BKK)

Group 1 (ACE inhibitors+CCB)
n=62

yepesrop

2 rpynna (BPA+BKK)

Group 2 (BRA+CCB)
n=43

yepesrop

MNokasatenb

Indicator

NCXoaHO NCcXoaHO

initially

inayear initially in ayear

MoueBas KI1CNoTa, MKMOMb/N 386,90 396,60 0.997 364,00 356,70 0.828
Uric acid, mmol/I (313,30; 451,50) (308,60;448,45) ! (277,60; 445,03) (303,43;446,50) !
OX, mmonb/n

5,89 5,75 0412 5,87 5,53 0,339
TC, mmol/I (5,28;6,41) (4,74;6,44) (5,10; 6,78) (4,76; 6,57)
XC-JINHN, mmonb/n

4,19 3,72 0,039 4,21 3,43 <0,001
LDL cholesterol, mmol/I (3,38; 4,89) (2,82;4,71) (3,31;5,07) (2,82; 4,67)
XC-JTNBIM, mmonb/n

1,36 ( 1,37 R 1,46 1,34 e
HDL cholesterol, mmol/I 1,19;1,60) (1,14,1,62) (1,17;1,54) (1,11; 1,55)
TTI, Mmonb/n

1,55 1,33 0418 1,49 1,30 0,915
TG, mmol/I (1,04; 2,00) (0,90; 1,98) (1,02; 2,28) (0,97;1,97)
Uncratun C, mr/mn 1,04 0,98 1,03 0,95
Cystatin C, mg/ml 093105 087109 %% o111 (087100 %%
KpeaTuHuH, MKMosb/n 71,80 75,35 0.528 72,50 76,90 0793
Creatinine, mmol/| (64,00;86,13)  (65,33;90,58) ! (64,55; 85,65) (66,40;86,00)

Tabnuua 2.

[luHamuka nokazateneii
BOCMaNeHNs y
nauueHToB ¢ AT Ha doHe
npuema aHTUrunepTeH-
31UBHOVi Tepanim

(Me (LQ; UQ)

Table 2.

Dynamics of inflammation
in patients

with hypertension

on the background

of antihypertensive
therapy (Me (LQ; UQ))

2778

MpumeyaHws: Al —apTepuancHas runepre3us, uATD — UHTUOUTOP aHrMOTeH3UH-NPeBpaLLiaoLLero depmerTa, BPA — 6n10katop peLienTopoB aruoTeH3uHa, bKK — bnokatop
KanbLueBblx kaHanos, CAZl — cuctonnueckoe aprepuanbHoe fasnene, 1ALl — auactonuyeckoe aptepuanboe aasnetue, XCNMHM — xonectepus aMnonpoTenHoB HU3Koi
nnotHocTw, XCJIMBIT — xonecTepuH nunonpotenHoB Bbicokol nnotHocTw, TF — Tpurnuuepuabl, UMT — ukzaekc maccol Tena, OT — oKpyHOCTb Tanuu, X — o6Lumit xonecteput

Notes: ACE—angiotensin converting enzyme, ARB — angiotensin receptor blocker, CCB — calcium channel blocker, BP — blood pressure, LDL — low-density lipoprotein,
HDL- high-density lipoprotein, BMI — Body mass index, WC — Waist circumference, TC — Total cholesterol, TG — Triglycerides/

VicxopHO manmeHTsl 00eux TPy ObIIn
COIIOCTaBUMBL 110 YPOBHIO OMOMapKepOB BOC-
HajieHNsl M 3HAaYeHUSAM TIeMaTONIOTMYeCKMUX
MHJEKCOB, a TakXe KoHIeHTpanusam AT II
u ATI®-2 (p = 0,513 gs BCPB, p = 0,390 mis
uHTepeiiknua-1p (MJI-1B), p = 0,766 mns uH-
teprneriknHa-6 (VJI-6), p = 0,335 st uHTEprIeii-
kuHa-8 (MJI-8), p = 0,576 nns paxTopa Hekpo-
3a onyxonn-a (PHO-a), p = 0,736 gna AT 11,
p=0,909 o AIID-2, p =0,641 pna SII, p = 0,365
o SIRL, p = 0,889 nna MHR, p = 0,567 gna
NLR, p = 0,457 g PLR u p = 0,876 st LMR).

1 rpynna (MAN®+BKK)

MNokasatenb
Indicator Group 1 (ACE inhibitors+CCB)
n=62
NCXOAHO yepesrop
initially inayear
BCPB, mr/n 1,42 1,52
hCRP, mg/I (0,77;2,58) (0,98;3,26)
WN-1B, nr/mn 3,04 1,58
1L-1 B, pg/m| (1,84; 5,11) (0,88; 2,72)
W-6, nr/mn 2,66 2,46
IL-6, pg/ml (1,88; 3,67) (1,88-3,67)
WI-8, nr/mn 4,88 4,11
IL-8, pg/ml (4,27;7,05) (2,53; 5,64)
®HO-q, nr/mn 0,77 1,00
TNF-q, pg/ml (0,34;1,27) (0,38;1,47)
AHrvoteHsuH Il, Hr/mn 142974,0 101940

Angiotensin Il,ng/m|  (78048,0;186608,0)  (54954; 153292)

AHanus guHaMuKM 6MOMapKepoB BOCIIATEHIISI
Y TeMATOJIOTMYEeCKNX MH/IEKCOB ITOKa3aJl, 4YTO
y manuenToB ¢ Al o6enx rpynn Habm08a10Ch
CHIDKeHMe KoHneHTpanuu MJI-8. Y mauuen-
toB, npuauMaBumx nAIl® ¢ BKK, 65110 BbisiB-
JIEHO CTAaTUCTUYECKU 3HAUMMOE yMeHblIeHNe
yposus VJI-1B (p = 0,003) n AT II (p = 0,016)
B KpOBM, B cpaBHeHuUn ¢ npuemom bPA ¢ BKK
(p = 0,162 u p = 0,098 cooTBeTcTBeHHO). Kpo-
Me TOrO, y MaleHTOB 2 I'PYIIIbl HAOTI0/an10Cch
yBenunuenue koHuentpanuu BCPB (p = 0,001)
(rabmuua 2).

Tpynna
Group
2 rpynna (BPA+BKK)
Group 2 (BRA+CCB)
n=43
ncxopHo Yepesrop
initially inayear
1,24 2,01
o168 (0,64;2,73) (0,88; 3,01) 0,001
2,23 199
0,003 (1,63;3,8) 0,98:3.72) 0162
2,52 2,51
o84 (1,96;3,50) (173: 3,63) 0,959
211 3,57
0007 (388;6,58) 042523 <0001
0,59 0,82
0% (0,32;1,21) (013: 1,64) 0,494
0,016 132910 102748 0,008

(42617;271480)  (62990; 148444)
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MokasaTens 1 rpynna (mAN®+BKK)

Indicator n=62

ncxopHo Yyepesroa

initially

inayear

AMN®-2, Hr/mn 34571,05 23641,50
ACE-2, ng/ml (11402,40; 66728,10) (16991,50; 72151,41)
sl 410,00 372,35
(323,96; 560,89) (289,79; 483,34)
SIRI 0,87 0,91
(0,57;1,25) (0,59; 1,20)
0,37 0,36
MHR (0,26 0,48) (0,24; 0,40)
1,83 1,74
NLR (1,44;2,11) (1,28;2,00)
PLR 128,33 123,89
(100,90; 161,94) (92,94; 154,42)
3,68 3,71
LMR (2,83;4,33) (3,00; 4,33)

Group 1 (ACE inhibitors+CCB)

OkoH4aHue mabn. 2/ End of Table 2

Tpynna
Group
2 rpynna (BPA+BKK)
Group 2 (BRA+CCB)
n=43
ncxopHo Yyepesroa
initially inlalyear
23655,25 13152,00
085 (o7u708;55208,58) (789999;56455) O
397,06 386,67
0253 2407.57167) (2963450364 %
0,79 0,82
0,819 (0,69: 113) (0,68;1,24) 043
0,39 0,41
0,566 (0,26: 0,48) (0,26;0,52) 0306
1,76 1,67
0,339 (1,41: 2,26) (1,39;2,04) 0928
132,35 128,89
035 (ove216477)  (matsisaee) 0P
3,59 3,29
0,525 (2,24; 4,60) (2,57;4,20) o178

Mpumeyanna: Al —aprepuancHas runeptensns, MATO — uHrOUTOP aHMMOTeH3NH-NPeBpaLLatLLero depmeHTa, bPA — 6/10KaTop PeLenTopoB aHrMoTeH3MHa,

BKK — 6nokaTop KanbLieBbix kaHanos, BCP — BblcokouyBCTBUTENbHbII (-peakTUBHbI Genok, 11— nxtepneiikus, OHO-a — hakTop Hekposa onyxonw-a, SIl — uHaexc
CUCTEMHOTO MMYHHOr0 Bocnaneus, SIRI — MHAeKC cucTeMHoro BocnanutenbHoro oteeta, NLR — cooTHoLeHMe HeiiTpodunoB K numdouutam, PLR — cootHowweHme
TPOMOOUUTOB K numdoLmTam, MHR — Co0THOLLIEHYE MOHOLUTOB K XONECTeUHY NUNONPOTEMHOB BbICOKOI NAOTHOCTY, LMR — cooTHOWIERE IUM(OLIUTOB K MOHOLUTAM.

No tes: ACE—angiotensin converting enzyme, ARB — angiotensin receptor blocker, CCB — calcium channel blocker, hCRP — highly sensitive C—reactive protein, IL— interleukin,
TNF-a — tumor necrosis factor-a, SIl — index of systemic immune inflammation, SIRI — index of systemic inflammatory response, NLR — ratio of neutrophils to lymphocytes,
PLR — ratio of platelets to lymphocytes, MHR — ratio of monocytes to high—density lipoprotein cholesterol, LMR —ratio of lymphocytes to monocytes.

B 1-11 rpynmne nanyueHTOB MH/IEKC JMHAMMU-
ku BCPB cocrasun 117 % (80; 181) u Obi1 3HaYM-
TeIBHO HIDKe, 4eM BO 2-1i rpymite (145 % (104; 211),
p = 0,045) (tabnuua 3). CornacHo 3HAYEHUSIM
MeVaHbl U MHTEPKBAPTU/IBHOTO [MAaNa30Ha
KaK MUHUMYM y 25% i, npuHuMaBnx nAIlD,

OTMeYeHO CHIDKeHue KoHleHTpanun BCPD, npnu
atoM npu npueme BPA y 50% manuenTos c AT
BBLSIBJ/ICHO IIOBBIIIIEHNE YPOBHS yKa3aHHOTO O1Oo-
MapKepa BOCHajIeHNs1, KOTOPbIE B CPeJJHEM He ITpe-
BBIIIA/IY1 HOPMAaTUBHbIE TI0KAa3aTe/l) BbICOKOTO
CepieYHO-COCYAMUCTOrO0 prcka (bomee 3 Mr/m).

Fpynna
MNokasatenb Group
TG 1 rpynna (nAN®+BKK) 2 rpynna (BPA+BKK)
Group 1 (ACE inhibitors+ CCB) Group 2 (BRA+CCB)
n=62 n=43

nna sCPB, %

117 (80; 181) 145 (104; 211) 0,045
DI hCRP, %
na nn-1g, %

55 (19; 100) 87 (43; 150) 0,205
DIIL-1B, %
nann-8, %

92 (44; 100) 75 (37;99) 0,507
DI IL-8, %
A unctatnH C, %

X 96 (87; 101) 95 (89; 101) 0,992

DI cystatin C%
WA XC-NMHMA, mmol/l, %

94 (78; 113) 86 (77;103) 0,201
DI LDL cholesterol, mmol/I, %
W[ aHrnoteHsuH Il, %

57 (33; 100) 58 (32; 100) 0,855

Dl angiotensin Il, %

Mpumeyanue: Al —apTepuanbHas runeptersns, MAMD — uHrMOUTOP aHMMOTEH3UH-NPeBpaLLatoLLlero depmeHTa, bPA — 6110KaTop PeLienTopoB aHrMoTeH3MHa,
BKK — 6nokaTop KanbLieBbix KaHanos, BCP — BblcokouyBCTBUTENbHbII (-peakTBHbIN Oenok, 11— nxtepneiikut, XCIMHM — xonectepus nunonpoTenHoB HU3KOI NAOTHOCTH,

W]l — WHAeKC AUHAMUKN.

No te: ACE—angiotensin converting enzyme, ARB — angiotensin receptor blocker, CCB - calcium channel blocker, hCRP — highly sensitive C—reactive protein, IL—interleukin,

LDL - low-density lipoprotein, DI — dynamics index.
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Tabnuua 3.
[lnHamuyeckne
nokasarenu
NabopaTopHbIX TECTOB
y nawneHTos ¢ AT

Ha GoHe npuema
nAN® u bPA B cocTaBe
KOMOUHNPOBAHHOIA
Tepanuu ¢ bKK

(Me (LQ; UQ))

Table 3.

Dynamic parameters
of laboratory tests

in patients with
hypertension

on the background

of ACE inhibitors

and ARBs as part

of combined therapy
with (CB (Me (LQ; UQ))
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Tabnuua 4.
(TaTUCTMYECKN 3HAUNMaA
JANHaMUKa 1abopaTopHbIX
noKasateneil y nauneHToB
c Al B 3aBUCMMOCTU

0T Npuema CTaTHoOB

B COYETaHUN
CaHTUrMnepTeH3NBHOI
Tepanueil (Me (LQ; UQ))

Table 4.

Statistically significant
dynamics of laboratory
parameters in patients
with hypertension
depending on taking
statins in combination
with antihypertensive
therapy (Me (LQ; UQ))

2780

Y nanuenTos ¢ AT’ B 06eux rpymmax, npu-
HMMAaBIIMX HapAJy C aHTMIIEpTEeH3MBHOI Tepa-
nyel CTaTUHBI, JOCTOBEPHO CHU3SUINCH MefIN-
aHHbIe 3HaYeH!s KOHIIeHTpanuu nucratuHa C
(p < 0,001), JITTHII (p = 0,005) u TT (p = 0,05),
B OT/INYME OT MAI[MEHTOB, HEe MPUHMMaBIINX

cratuHbl (tTabnuia 4). BHe 3aBucuMoOCTH OT
mpyeMa CTaTMHOB y nmanueHTos ¢ AT menna-
Hbl KoHLIeHTpauuy MJI-8 u AT-II yepes rof
Ha (pOHE AHTUTUIIEPTEH3NBHOTO JIeYeH s OBIIN
3HAYMMO HIDKe, 4YeM IIPU CTAapTOBOM 0bcite-
TOBaHUIL.

Fpynna
Group
Mokasarens Mpuem posyBacTaTnHa be3 npnema posyBacTtaTuHa
Indicator Taking rosuvastatin Without taking rosuvastatin
(n=61) (n=44)
ncxogHo Yyepesropa ncxogHo Yyepesroa
initially inayear initially inayear
BCPB, mr/n
1,34 1,71 0,059 1,41 1,96 0,060
hCRP, mg/I (0,70; 2,34) (0,98;2,93) (0,57;3,19) (0,91; 3,88)
WN-1B, nr/mn
B 2,17 2,18 0,092 2,11 1,19 0,084
IL-1B, pg/ml (1,40;3,97) (1,06; 3,19) (0,96;2,94) (0,77;2,72)
WN-6, nr/mn
2,66 2,27 0,779 2,72 2,51 0,262
IL-6, pg/ml (1,96; 3,71)) (1,72;3,73) (1,74; 3,63) (1,42; 4,18)
OHO-aq, nr/mn
0,70 0,80 0,502 0,81 0,98 0,587
TNF-a, pg/ml (0,26;1,22) (0,064;1,50) (0,47:1,31) (0,42;1,64)
WN-8, nr/mn
5,02 3,93 0,001 4,85 2,72 0,009
IL-8, pg/ml (4,46; 6,58) (2,99; 5,64) (3,45; 8,36) (2,09;5,18)
nctatuH C, mr/mn
L 1,06 0,96 <0,001 1,02 0,97 0,076
Cystatin C, mg/ml (0,92;1,14) (0,89; 1,06) (0,92;1,12) (0,82;1,13)
TI, Mmonb/n
1,51 1,25 0,05 1,52 1,42 0,488
TG, mmol/Il (1,00; 2,23) (0,87;1,95) (1,1;1,99) (1;2)
XC-NMBMM, Mmmonb/n 1,46 1,4 1,25
! ! 0,731 1,26 (1,09; 1,52 ! 0,917
HDL cholesterol, mmol/I (1,21;1,63) (1,2;1,67) ( ) (1,04; 1,49)
XC-JINHMN, mmonb/n
4,46 3,77 0,005 3,95 (3,11;4,7) 341 0,059
LDL cholesterol, mmol/I (3,46; 5,06) (2,88;4,82) (2,76;4,58)
AT I, Hr/mn 140976 102748 0,025 142974 101940 0,049
AT Il, ng/ml (44652; 213840)  (55355; 156930) ! (67810; 325640) (67810; 143046) !

Mpumeyanna: Wi-8 —untepneitkuy-8, XCIMHIT — xonectepun nunonpotenHos Huskoit nnotHocTw, XCINMBIT — xonectepu AUNONPOTEMHOB BbICOKOI NAOTHOCTY,

I = tpurnuuepuabl, AT Il — aHrnoTeH3mH Il.

Notes: IL-8 —interleukin-8, LDL — low-density lipoprotein, HDL— high-density lipoprotein, TG — Triglycerides, AT Il — Angiotensin II.

O6cyxpeHue

Ha ceropnAmAmii feHpb nNpecTaBaeHbl He-
MHOTOYMC/IEHHbIE PE3Y/IbTaThl 9KCIIEPUMEHTAIb-
HBIX U KJIMHNYECKNX UCCIeIOBAaHMII O BIMAHUN
nAII®, bPA n BKK Ha mokasaTteny BocmajieHns
npu Al a taxxe y nannuentos ¢ CC3 u caxap-
HbiM iuaberoM (CJI), OfHAKO MOy YeHHbIe JaH-
Hble OKa3a/auch nporuBopedussl. B 2006 rogy
Andrzejczak D et al. mpoBenu psj nccnenosa-
HUIA, B KOTOPBIX OIpeie/iAnach BO3MOKHOCTh
SHajIalpuiIa, KBMHAIPUIIA, T03apTaHa 1 aMJIo-
IUIMHA MOAYAMPOBATh KOHLEHTpaL Uy 1Ipo-
BoCIanuTeNnbHbIX IUTOKNMHOB (PHO-a, VJI-14,
WJI-6), MHAYIMPYeMBIX TUIIONOIICAXapUAaMU
B CBIBOPOTKE KPOBU y KPBIC CO CIIOHTaHHOI Al
OHaanpus, KBUHAIIPU/ U 7I03apTaH CHIDKAIN
koHnenrtpanuio ®PHO-a u UJI-1B B chiBOpoTKe
KpoBHU 4epes 21 meHb, IpueM KBUHAIPUIIA JO-
IIOJTHUTE/IbHO CHIDKas yposeHb MJI-6. Ha ¢pone
npuemMa aMJIOIVIINHA YMEHbIIA0Ch COfleprKa-

Hre ®HO-a B cbIBOPOTKE KPOBU 1 yBeINYINBa-
nock — VJI-6 [14, 15].

Yasunari K et al. mokasanmu, uro npumeHe-
Hue BPA (BascapraH 80 MI) CHIDKAIO ypOBEHb
CPB u Beipabotky AOK MoHOIIMTaMM B TpyIIIie
nmanyeHTos ¢ AT u runeprpodueit neBoro >xerny-
mouka (IJIXK) (n = 104) B oTin4ne oT nprMeHe-
Hus BKK (amnogunus 5 Mr) uepes BoceMb Me-
cAues Habmogenusd [16]. Takoke B OFHOM U3 UC-
C/IeffoBaHMIT OBIIO ITOKA3aHO, YTO UpbecapTaH
yMeHbIaa KoHueHTpanuio CPB u cBo6omHbIX
PajinKasoB MOC/Ie YeThIpeX HefleNb TeYeH TI0
CPaBHEHUIO C ICXOHBIM YPOBHEM Y ITAI[MEHTOB
C OCTIO)KHEHHBIM TedeHreM Al, KoTopble paHee
npuHuMasy nobsie apyrie BPA [17]. B Hanem
VICCTIeJOBAHUN Y MAIVIEHTOB C HEOCTIO>KHEHHOI!
AT, mpyHMMAIOINX TeJIMICAPTAH B COCTaBe
KOM6I/IHI/IPOB&HHOI7[ Teépanuy ¢ aM/JIOAUIIMHOM
B Te4eHIe rofia, ypoBeHb BCPB Heckonbko yBe-
JIMYUTICA, OFHAKO OCTaBaJICA B IMaNa3oHe HOp-
MaJIbHBIX 3HaUYeHUI. [JOCTYIHBI pe3y/IbTaThl
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MCCIIEIOBAHMS C 60JIe€e I/IUTEIbHBIM IIPUEMOM
BPA (5,4 ropia) ¢ yaactuem 933 maruenTos ¢ Al
[IOJIyYaBIINMX aHTUTUIIePTEeH3MBHbIE IIpenapa-
ThI paSHI/I‘-IHbIX prHH, B KOTOpOM OII€HMBAa-
nock BnustHrie bPA Ha rmokasartenu BocaieHm st
(CPB, WJI-1PB, UJI-6 1 PHO-a). VicxomHo 1 110
[poIIeCTBNH 5,4 TeT He ObII0 0OHAPY>KEHO pas-
IUYUI MeXY YIaCTHUKAMU, TPUHYMABIIVIMY
unu He npuHuMaBmuMu BPA, mo BceM nsyuen-
HBIM MapkepaM Bocnasnenus [18]. B Hactosiiem
MCCIIeIOBAHNM TaK>Ke He ObIIO OTMEYEHO BIIVsI-
Hus BPA na VJI-1pB, VJI-6 u ®HO-a.

B 2022 rogy 6BII IPOBEIEH MeTa-aHAIN3
TPUALATK JBYX PAaHZOMU3MPOBAHHBIX KOHT-
ponupyeMsbix nccnegosanuit (PKI), B koTopbix
onpepensanoch snusanue MAIID mmm BPA no cpas-
HEHUIO C ITarie60 Ha 06011 U3 ClIefyomux 61o-
MapkepoB Bocnanenusa: CPb, MJI-6 nan ®HO-a.
brino nmokasano, uto nAII® npopemoHCTpUpO-
Bajiu GrmaronpusitHelii 3¢ dekr camxenus CPB,
NJI-6 u ®HO-a, Torga kak BPA 6puin addexk-
TUBHBI KaK K/IacC TOJIbKO B CHMXEHUU YPOB-
Hsa MJI-6 [1]. OgHako B JaHHBIM aHa/IU3 ObLIN
BKJIIOYEHBI MCCTIEZOBAHN A C YYacTHeM He TOJIb-
KO ITaneHToB ¢ HeocnmokHeHHoi Al Ho ¢ CC3,
caxapubpiM praberom (CI), BOCIanuTebHBIMU
Y OHKOJIOTMYEeCKUMU 3a00/IeBaHUSIMY, IPVHN-
Maromue 6moxaropsl PAAC. ¥V y4yacTHUKOB Ha-
IIIETO MCCIEMOBAHMSA C BKTIOUEHIEM JINAI] C HEOC-
noxxueHHoit AT, repanus BPA (tenMucapTaH)
u BKK (ammopunus) He BIusIa Ha YpPOBEHb
WJI-6, a repanusa nAIl® (mepuuponpun) n BKK
(amnopunuy) — Ha yposuy BCPB, MJI-6 1 DHO-a,
YTO MOXKET 00BACHATHCA O0jIee HU3KUM BOCIIA-
JUTENbHBIM CTaTYCOM MUCCAeYeMOIl I'PyIIIbI
U MeHee JI/INTe/IbHBIM IpUeMOM IIpernapaTos.
OpHako oTMeYanoch cHIDKeHMe ypoBHeit VJI-1[3
n VJI-8 B rpynie nauyeHToOB, IPMHMMABIIEN
MIePUHJONIPUII C aM/IOUIIITHOM.

BnusiHUe aHTUTUIIEPTEH3UBHOI Tepanuu
Ha aKTMBAIMI0O MMMYHHBIX KJIETOK Ha CErof-
HAIIHUIL IeHb M3Y4EeHO HefJoCTaTouHo. Jlokasa-
HO, YTO aKTMUBal A MOHOIIMTOB MrpaeT Ba)KHyIO
ponb B mmatorenese Al a X comepskaHie IIOBBI-
aeTcs y MalMeHToB 1o Mepe pocra Al [20].
B HamieM mcciefoOBaHMM y MALMEHTOB 00enx
TPYIII He HAOTIOANTOCh 3HAYMMOI JUHAMMUKY
aGCOMIOTHOrO YMC/Ia MOHOLIMTOB U 3HAYEHMIT
reMaTOMOTUYECKUX MHIEKCOB C UCIIOTb30B-
auyeM MoHountoB (MHR 1 LMR). ITpoBenentoe
paHee aHATOTMYECKOE MCCIeOBaHNe C YIaCTIeM
nanuedToB ¢ Al 6e3 CII u maunenTon ¢ ATl
n C[] 2-ro TiIa rmokasajo, YTo mpyeM BajacapTa-
Ha B lo3upoBKe 80 MI B CyTKI B TedyeHue 8 He-
IeTb 3HAYUTEIbHO CHM3UJI YPOBEHDb MapKepoB
AKTMBAOM MOHOLUMTOB M DHOOTE/INMATDBHBIX
KJIeTOK y mannenTos ¢ CJl, HO He y MAI[MEHTOB
6e3 CJI [21]. Tax>xe ObIIO IPOBEEHO UCCIIENO-
BaHIE C OLIEHKOIT BIusiHMs 61m0KaTopoB PAAC
Ha KOJIOHUEeCTUMYIUPYIOI NIt GpaKTOp MaKpo-
(baros, KOTOPBIII MHAYLMPYET Hponndepanuio,
nudepeHIIMpPOBKY U aKTUBAL[MI0 MOHOI[UTOB

U Makpo¢aros y HaIleHTOB C OCTPBIM MHPap-
KTOM MMOKapza, KOTOpoe MOKa3ano OTCYT-
crBue BnusHus nA®IT u BPA Ha maHHBIN 110-
kasarteinb [22]. B uccnegosanuu Marketou M.E.
U1 COAaBTOPOB JIeUeHNe TeIMICAPTAHOM, HO He aM-
JOOUIIMHOM, y nanueHToB ¢ Al mpuBoaunio
K CHVDKEHMIIO 9KCIIPeCcCU TeHa MOHOKJIOHAJIb-
HOTO XeMOTaKCUYeCKOTo OejKa-1, UTpaoIiero
BaXXHYIO POJIb B aKTVBAIVM MOHOLIMTOB [23].
Taxkum 06pas3om, U3MeHeHVe KONNIEeCTBA M-
MYHHBIX K/IETOK Yy ManueHToB ¢ Al ¢ TedeHMeM
BpeMeHU U BO3MOYKHOE B/IVAHNE Ha HUX AHTU-
TUIIEPTEeH3NBHBIX NIPENapaToB TPeOYIOT Aajb-
HeJ[IIero U3y4eHus.

B HameM uccnefoBaHUM HALMEHTH 00euX
rpynn npunaumany BKK - amnopunus. loctyn-
HbIe MCCIeTOBAHM A, OlleHMBAOIe BAUSHIE
BKK Ha ypoBeHb BOCIanMTeNbHBIX MapKEPOB
y HanueHToB ¢ Al HeMHOTO4MIC/IEHHBI U IIPOBe-
IeHBI Ha MajIbIX BeIOOpKax. [Tokasano, uto BKK
MOTYT BOCCTAaHABIMBATh SHJOTENNI-3aBYICUMYIO
BasoAMIATALIMIO y MalMeHTOB ¢ Al, mosbimas
OMOOCTYIIHOCTD OKCH/IA A30Ta 32 CYET aHTMOK-
cupmanTHoit aktuHOocTH [12]. Celik T. 1 coaBTO-
Pbl IOKa3ai, 4TO y ALMEeHTOB C BIIEpBbIE M-
THOCTMPOBAHHOM 3cceHImanbHon Al amnonn-
nuH (10 Mr), HO He BancapTaH (160 Mr) cHM>KaI
yposenb BCPB [24]. B uccnegopanun, mpose-
nenHoM Kim H.J. u coaBTopamu ¢ BK/1ro4eHneM
nanyenTos ¢ CJI 2-ro tuna u AT, ypoBeHb Map-
Kepa OKUCIUTENTbHOTO CTpecca HUTPOTUPO3U-
Ha Ha (OHe IpueMa BajicapTaHa MU aMIOJ -
nyHa ObII HIOKe, Y4eM B Havajle MCCIeIOBaHA
[25]. DTu gaHHBIE MOTYT CBUJETEIbCTBOBATD
o nonoxurenbHoM BrussHUY bKK Ha cucremHoe
BocrnaneHye 1 OC y nanneHToB ¢ AL

B HEKOTOPBIX MCCIEJOBAHMAX TAaKXKe ITOKa-
3aH IIeOTPOIHBIN TPOTUBOBOCIAINTETbHBIN
addexT crarnnos. [Ipu npoBegeHnn cucrema-
T4eckoro o63opa u mera-ananusa PKV 6s110
OILI€HEHO BAIMAHME CTATUHOB Ha CBIBOPOTOYHBIE
yposau CPB, BCPb ®HO-a, MoHOLIMTapHbIN
XeMOTAaKCUYECKUII IPOTeNH-1, BaCKynsapHbIe
MOJIEKYIIbI KIeTo4HoI agresun-1 u MJI-6 y na-
nyentos ¢ CC3, 1o pe3ybraTaM KOTOPOro ObIIo
nonydeno cHmxeHue CPB, BCPb 1 ®HO-a [26,
27]. Ilo manHbIM MeTaaHanmusa 35 PKV, nmpume-
HEeHle CTaTMHOB CHIKao yposeHb CPb B cbI-
BOPOTKE KPOBU IPY NIEPBUYHOI PODUIAKTUKE
CepHEYHO-COCYANCTHIX 3a00MeBaHMIT, TPV ITOM
He OKa3blBas BAMAHNUA Ha cofepxanne PHO-a,
WJI-6, MOIeKYIbI KIETOYHOM afre3sun, pacTBo-
puMblit E-ceneKTiH 1 9HA0TeNnnH-1 B CBIBOPOT-
Ke KpoBM [28]. B Hamem ucceoBaHUY y maIu-
€HTOB, IPMHMMAIOL VX KOMIIJIEKCHYIO Tepalnu
CTaTMHAMMU ¥ aHTUTUIIePTEH3VBHBIMH IIpera-
paramu B TedeHue rofia He ObIJIO JOIOTHNUTE/Ib-
HOI'O IpeMMYIecTBa B CHV)KEHUM YpOBHeN
BOCIIA/IUTE/IBHBIX I[UTOKMHOB 110 CPABHEHUIO
C TMallMeHTaMM, IONTy4YaBIINMY AHTUTUIIEPTEH-
3MBHYIO Tepanuio 6e3 pyeMa CTaTHuHOB, KpOMe
CHIDKeHMA ypoBHA nucratuHa C.
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B Hacroslee BpeMs OTCYTCTBYeT LOCTYII-
Has OOLIeNPUHATAA CTPATET A BO3/EIICTBYA Ha
UMMYHHYIO CUCTEMY 1 Hecleljuguieckoe BOC-
TajieH1e, CHMYKAIOIas BBICOKVE OCTaTOYHbIE PYC-
ku pasButusa CC3 Ha pOHe aHTUTHUIIEPTEH3VB-
HOJI Tepanyy 1 HopMmanusanuu A/l y manueHTos
¢ AT Pemrenue faHHOI 3ajauy IMeeT BHICOKMIA
Hay4YHbII ¥ IPAKTUYECKUI IIPUOPUTET, YTO Tpe-
OyeT IpoOBeieHN s JaIbHENIINX MCCIeJOBaHNIL,
H03BOJIAIONINX O07Tee ITyOOKO IIOHATh MeXaHU3-
MblI peanusanuyu Bocnanenna u OC y malneHToB
C HeoCnoXKHeHHOM Al a TakXe y4MThIBAOIMe
Ha/IM4ye COyTCTBYIOLINX 3a00/IeBaHMIL, B TOM
yncne CJI n ocnoxxHeHuit AT, BIMAIOINUX HA M-
MYHHYIO CHCTEMY.

3ak/oyeHve

Y nmanuentoB ¢ AT Ha ¢poHe KOMOUHUPO-
BAHHOTO JIe4eHU A IePUHOTIPUIOM U AMJIOU-
IIMHOM B TeUeHIe TOofja OTMEYAI0Ch CHIKEHIe
koHuenTpanym MNJI-1B, MJI-8, uncraruna C, AT IL
Y manyeHToB, IPMHMMABIINX TeIMICAPTAH C aM-
JIOIYIIITHOM OBI/IO BBIABIEHO YMeHbIIEeHMe YPOB-
Ha VJI-8 n nucratuna C.
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