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Pe3rome.

BBenenue. ATepoCKIepO3 CONPOBOKIAAETCS MOBPEKIECHUEM COCYIUCTOrO
DHAOTENNS apTepHil, Tie Pa3BUBAETCS BOCIAIUTENBbHBIN OTBET U (opMHUpYyeETCs
aTepockiiepoTnueckas Oussimika. [ BaXKHbIM KOMIIOHEHTOM, 3/1€Ch BBICTYIAET
BPOXKJCHHBII UMMYHUTET, SIBJSIOIIMICS KIIOYEBBIM UM CaMbIM pPaHHUM
HECTICIM(PHUIESCKIM MEXaHHU3MOM.

[enp uccnenoBaHus: KOMIUJIEKCHAs! OLIEHKA KJIETOYHOTO 3B€HA BPOKIECHHOTO
MMMYHHTETA, U COIMOCTABICHUE MOJYUYEHHBIX PE3YJbTATOB B PA3JIMYHBIE CPOKH
MIOCJIE KOPOHAPHOTO CTEHTUPOBAHUS.

Marepuaiibl 1 METOJIbI: B UCCIEAOBAHUU NMPUHSIN ydacThe 50 MarueHToB ¢
KOPOHApPHBIM aTepockKiiepo3oM (Tpynma 1), KOTOpbIM IOKa3aHO BBIMOJHEHUE
CTEHTHUPOBAaHHUE KOPOHAPHBIX apTepuil u 20 1oOpoBosiblieB (rpynna 2), y KOTOPbIX
Het npusHakoB MBC. HMccnenoBanne mnokaszarened MMMYHUTETA, TPOBOJIWIIN 0
omeparuu, uepe3 4-5, 9-10 m 28-30 CyTKM, UYTO COCTaBUJIO paHHUUN
IIOCJICONEPAIMOHHBIN MEpUOJ, a Takke uepes 6 u 12 wmecaumeB mnocie
CTEHTHUPOBAHUS, T.€. B [TO3/THEM NIOCIECONEPALIMOHHOM Nepuoje. DeHOTUIUPOBAHKE
MOHOLIUTOB M JHUM(OIMUTOB MNepUPEPUIECKOl KpPOBH, MPOBOJIUIM METOAOM
IPOTOYHON HUTO(DIFOOPUMETPUH C KCIONB30BAHUEM MOHOKIIOHAJIBHBIX AHTHUTEN
npousBojictBa Beckman Coulter (CIIIA). BHyTpukieTOYHOE COJEpkKaHUE
['panzuma B npoBogwiu Ha mpoToyHoM JiazepHoM muTodoopumerpe «FC500».
MeTabonudyeckyo akTUBHOCTh HeuTpoduioB orneHuBanu B HCT-tecre. Anbda-
nedensun (Hycult biotech, CIIIA) onpenensiin B miasme kpoBu metogom NDA.
CratucTuyeckuil aHaJu3 pe3yIbTaTOB UCCIEIOBAHUS MPOBOJIUIN C IPUMEHEHHEM
nporpammbl  Statistica 12.0  (StatSoft,CIIIA). CraTuctuyeckas 3HAYMMOCTD
cuuTanack gocrosepHoi npu p < 0,05.

Pe3ynbrarhl: y MallMEeHTOB C KOPOHAPHBIM aTEPOCKJIEPO30M IOBBIIIAETCS
KOJIMYECTBO HATYpaJbHBIX KUJJIEPOB U MX aKTUBHOCTb, MOHOIMTOB. OTMeUaeTcs
YTHETEHHE MPOLECCOB MPE3EHTALMM AHTUTEHOB, NUCOATaHC B MUKPOOMIMAHOU
aKTUBHOCTH HEUTpodmJIOB C mpeoOjajaHueM CEKpEeUUH aHTUMHUKPOOHBIX
nenTuaoB. B paHHem nepuose 3HaYMMbIE U3MEHEHUSI KOCHYJIUCH JIUIb CHUKEHUS
coJlep KaHusl BHYTPUKIETOYHOro rpan3uma B, Ha 4-5 cyTku, skcnpeccun TLR4 u
HLA DR nHa 4-5 u 9-10 cyrku. B mo3mHeM mociieonepaiiOHHOM IIepHOJE, Y
naiueHToB ¢ UBC HabmogaeTcst 3HaUMMOe CHUKEHHUE COJNEP KaHUs JTUMQPOLIUTOB:
CD3'CD16*, CD16*Gr", wmonommroB: CD14'CD282", (CD14'CD284",
CD147CD289*, aktuBnoct HCT-Tecrta u coaepxanus o-ae(eH3nHa, a KOJTUIeCTBO
MoHOUMTOB 3Kcnpeccupyronmx HLA DR, yBennuuBaercs.

BbIBO/BI: y MAallMEHTOB C MIIEMUYECKOW OO0JIe3HBbIO cep/ia HaOIoaroTCs
WU3MEHEHUS B KIIETOYHOM 3BEHE BPOKIEHHOI'O UMMYHHUTETA, CBUIETEIBCTBYIOIUE O
NEePCUCTUPYIOILEM BOCIajeHuu. J[MHaAMIKa BBISIBIICHHBIX U3MEHEHHI B pe3yJibTare
MPOBEICHHOT'O CTEHTUPOBAHUS OTPaKAeT JaOUIIbHOCTh OLIEHUBAEMBIX TTOKa3aTenei
B OOJIbIIIEH CTENIEHH B O3AHEM MTOCIICONEPALIMIOHHOM MEPUOJIE, UTO MOXKET CITYKUTh
OCHOBOM ITPOTHO3UPOBAHUS UCXOJ]a KOPOHAPHOTO CTEHTHUPOBAHUS.



KiroueBble c10Ba: BpOKIECHHBI UMMYHHUTET, KODOHAPHBIN aTEPOCKIIEPO3,
CTEHTUPOBAHHE KOPOHAPHBIX apTEepUi, TOJUI-IOJOOHBIE PELENnTOphl, rpaH3uM B,
HCT-recr.

Abstract.

Introduction. Atherosclerosis is accompanied by damage to the vascular
endothelium of the arteries, where an inflammatory response develops and an
atherosclerotic plague forms. And an important component here is innate immunity,
which is the key and earliest non-specific mechanism.

Objective: a comprehensive assessment of the cellular link of innate
immunity, and comparison of the results obtained at various times after coronary
stenting.

Materials and Methods: The study involved 50 patients with coronary
atherosclerosis (Group 1), who are indicated for stenting of the coronary arteries and
20 volunteers (Group 2), who have no signs of coronary artery disease. The study of
iImmunity parameters was carried out before surgery, after 4-5, 9-10 and 28-30 days,
which was the early postoperative period, as well as 6 and 12 months after stenting,
I.e. in the late postoperative period. Phenotyping of peripheral blood monocytes and
lymphocytes was performed by flow cytometry using monoclonal antibodies
manufactured by Beckman Coulter (USA). The intracellular content of Granzyme B
was carried out on a FC500 flow laser cytofluorimeter. The metabolic activity of
neutrophils was assessed in the NBT test. Alpha defensin (Hycult biotech, USA)
was determined in blood plasma by ELISA. Statistical analysis of the study results
was performed using the Statistica 12.0 program (StatSoft, USA). Statistical
significance was considered significant at p < 0.05.

Results: in patients with coronary atherosclerosis, the number of natural
Killers and their activity, monocytes, increases. There is an inhibition of antigen
presentation processes, an imbalance in the microbicidal activity of neutrophils with
a predominance of secretion of antimicrobial peptides. In the early period,
significant changes only affected the decrease in the content of intracellular
granzyme B on days 4-5, the expression of TLR4 and HLA DR on days 4-5 and 9-
10. In the late postoperative period, in patients with coronary artery disease, there is
a significant decrease in the content of lymphocytes: CD3"CD16%, CD16"Gr",
monocytes: CD147CD282", CD147CD284", CD147CD289", HBT-test activity and
a-defensin content, and the number of monocytes expressing HLA DR increases.

Conclusions: in patients with coronary heart disease, there are changes in the
cellular component of innate immunity, indicating persistent inflammation. The
dynamics of the revealed changes as a result of the performed stenting reflects the
lability of the assessed indicators to a greater extent in the late postoperative period,
which can serve as the basis for predicting the outcome of coronary stenting.



Keywords: innate immunity, coronary atherosclerosis, coronary artery
stenting, toll-like receptors, granzyme B, NBT-test.
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BBeaenue.

Nmemnueckast 6one3ns cepamna (MUBC), 3adacTyro sBISISICH NMPOSBICHUEM
KOPOHAPHOT'0 aTepOCKIIEPO3a, BBICTYIIAET BEAYIIEH MMPUUYUHON CMEPTHOCTH CpPEIH
OOJNe3HEeW CEepPAEeYHO-COCYANCTOM CHCTEMBI, KOTOpPhIE B OOIIEH CTPYKType
CMEepTHOCTH 3aHuUMaloT Oomee 46% [18]. U HecmoTps Ha BHeApeHUe
BBEICOKOTEXHOJIOTHYHOM MeIUIUHCKOM mnomomu B JeueHun WBC, Takux kak
CTEHTUPOBAHME M IIYHTUPOBAHUE KOPOHAPHBIX apTEpUi, HTOT MOKa3aTelNb
CTaOMJIBHO OCTAaeTCsl Ha BBICOKOM YpoBHE [2]. M3BecTHO, 4TO aTepOCKIEpO3 ITO
MYJIbTH(PAKTOPHOE 3a0o0seBaHue, COIIPOBOK/IAFOIIEECS MOBPEKICHUEM
COCYJIUCTOTO SHJOTENUS apTEPUMl 3JIACTUYECKOIO0 U MBIIIEYHO-3IACTUYECKOTO
TUIIOB Pa3HOTO KanuOpa ¢ pa3BUTHEM BOCHAIUTEILHOTO MMMYHHOTO OTBETAa U
dbopmupoBaHueM atepockiepoTuueckoir Onsmku [14]. Ilpenmonaraercsi, 4TO
aTEpOCKJIEpPO3  MOXKET  pa3BUBATbCS  BCIEACTBHE  AUCIUIUIEMHH,  TJI€
MOBPEXJAIOIIUM areHTOM BBICTYMAIOT JUMIONMPOTEHUIbI HU3KOU MJIOTHOCTH, a TAKXKe
Hamuyusl Jpyrux (PakTopoB pHUCKAa TaKUX KakK apTepualibHasi THUIEPTEH3US,
OKHPEHHE, CaxapHbIi AUA0ET, BpeaHbIE NMPUBBIUKHU U JIp. OTHAKO 00bEAUHSIOIINM
3BE€HOM, 3/IECh SIBJISIETCS MOBPEKICHUE SHIOTENNS U UHUITUAIIAS BOCIIATUTEILHOTO
orBeta [14]. BpoXACHHBII WMMYHHBIA OTBET, SIBISAETCS KIIOYEBBIM M CAMBIM
paHHUM HecHenu(PUUECKUM MEXaHM3MOM B 3alllUTE OpraHu3Ma YesioBeKa OT
AK30TCHHBIX U IHJAOTCHHBIX MTATOT€HOB. COTJIaCHO COBPEMEHHBIM MPE/ICTABICHUSIM,
B POJIM SHJIOTEHHBIX IMATOT€HOB IPU aTEPOCKIEPO3€ BBICTYMAKOT OKHUCIICHHBIC
JUIIONPOTEUAbl HHU3KOW  IUIOTHOCTH, KOTOPBIA  paclo3HAKOTCS  KIETKaMu
BPOXKIAEHHOTO UMMYHHUTETA. B mpoliecce pacrno3HaBaHUsl IPOUCXOAUT AKTHUBAIUS
TpaHcKkpunimoHHoro ¢akropa NF-kB, KOTOpbIHi MOBBIIMIAET SKCIPECCHUIO TEHOB
pPa3JIMYHBIX KJIACCOB LHUTOKWMHOB, IIOCPEACTBOM YEro MPOUCXOJUT 3aIycCK
crnenuuyeckoro amanTtuBHOro wummyHutera [19]. B Hacrosmiee Bpems, B
JUTEPATypHBIX HUCTOYHUKAX TMPUBOJATCS CIUHUYHBIC JaHHbBIE, KOTOPbIC
3aTPYJHSAIOT KOMIUIEKCHYIO OLEHKY Pa3JIM4YHBIX KOMIIOHEHTOB BPOXKJICHHOTO
MMMYHHTETA, 0COOEHHO KJIETOYHOTO, Y MAI[MEHTOB C KOPOHAPHBIM aT€POCKIEPO30M
1o nipoBeaeHus kopoHapHoro cteHTupoBanus (KC) u nocne. B cBs3u ¢ yem, 1emnbio
HACTOSILETO HUCCIEOBAHUSI, SIBJIACTCS KOMIUIEKCHAsl OIIEHKA KJIETOYHOTO 3BEHA
BPOXKJAECHHOTO UMMYHHOTO OTBETA, U COMOCTABJICHUE MOJYYEHHBIX PE3yJIbTaTOB B
pa3JIMYHbIE CPOKU MOCJIE TPOBEACHUS KOPOHAPHOTIO CTEHTHUPOBAHUSI.

Marepuanbsl 1 METObI

Hannoe wuccinenoBanue tnpoeaeHo B DPI'BOY BO  «PoctoBckuit
roCyJapCTBEHHBIA MEIUIIMHCKHUIA yHUBEepcuTeT» Munsapasa Poccuu B 2018-2019
roqy. B wuccnenoBanue OBUIM BKJIIOYEHBI MAIMEHTHl KapIUOXUPYPTUUECKOTO
OTIIeJICHUs], JTabopaTopHas AMAarHoCTUKa BoimoiHsuiack B HUW MmMMyHonorun u
amteproniorun . ®I'bOY BO «PocTOBCKHII TOCYAapCTBEHHBIA MEIUIIUMHCKUI
yHuBepcuteT» MunznpaBa Poccun. IIpotokon wuccnegoBanust Obul 0100peH
JIOKQJIbHBIM HE3aBUCHUMBIM JTHYECKUM KOMHUTETOM. B wuccieqoBaHUM NPUHSIIHA
yuyactue 50 MalMeHTOB ¢ KOPOHAPHBIM aTepoCKiiepo3oM (rpymma 1), KOTopbIM
MOKAa3aHO BHIMIOJIHEHUE CTEeHTUpoBaHHMe KopoHapHbix aptepuit (KC), cormacHo
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KIIMHAYECKUM PEKOMEHIANMSAM IO BEICHUIO CTAOWIBHOW HMIIEMUYECKOW OO0JIe3HU
cep/lia Ha OCHOBAaHUM JAHHBIX MPsiMON KopoHapoaHrnorpapuu. C 1enpio OLEHKH
COCTOSIHUSI ~ BPOXKJICHHOTO HMMMYHHOTO OTBeTa, Hamu oOciegoBanbl 20
J0OpOBOJBIIEB (Tpynna 2), y KOTOPhIX HET KJIMHUYECKUX U UHCTPYMEHTAIbHBIX
npuzHakoB WBC. O0e rpynmel COCTaBWIM MMAUMEHTBl MYXCKOIro II0Ja,
comocTaBUMbIX 1O Bo3pacty (58,01£1,5 u 55,9+1,1 coorBercTBeHHO, P=0,22).
Kputepuem wuckmouenust mis rpynmsl UBC Obuto Hanmudme Kak aKTHBHBIX
MH(EKIIMOHHBIX MPOIIECCOB, TaK U B aHamHe3e. He pomyckamuch K y4acTHIO B
UCCJIEIOBAHUM JTUIIA, UMEIOIIME CaXapHbIi 11adeT, peBMaToJIOTHYecKue U 001e3HU
COCIMHUTEIFHON TKAaHW, OHKONATOJIOTHUIO, TMAlMEHTHl HMEIONIME BpEIHBIC
npuBblukd. MccnenoBanue nokasareneii UMMYHHUTETa, MIPOBOJIUIIM JI0 OIEpaluH,
yepe3 4-5, 9-10 u 28-30 cyTKH, YTO COCTABWJIO PaHHUM MOCIIEOIepaluoOHHbIN
Nepuoi, a Takxke depe3 6 u 12 mecdneB mociae CTEHTUPOBAaHHUS, T.€. B MO3THEM
mocJieonepaionHoM nepuojae. dPenorunupoBanne MoHomutoB CD14+CD282+
(TLR2), CD14+CD284+ (TLR4), CD14+CD289+ (TLR9), CD14+HLA DR+ u
mumdonutoB CD3+CD16+ u CD16+Gr+ mepudepudeckoil KpoBH, MPOBOIUIN
METOJ0OM IPOTOYHOM HUTO(IIOOPUMETPUU C HCIIOIB30BAHUEM MOHOKJIOHAJIBHBIX
anTHTen npousBojcTBa Beckman Coulter (CIILIA). BHyTpHKIIeTOYHOE COIepKaHNe
['panzuma B mpoBoaunm Ha MpoToYHOM JiazepHOM muTOdmoopumerpe «FCS500».
KucnopoazaBucumyro MeTabOJUUECKYI0 aKTUBHOCTh HEUTPO(UIOB OLICHUBAIU B
HCT-tecte. Anbda-nedensun (Hycult biotech, CILIA) onpenesisiiu B mia3me KpOBH
merogqom M®A. Jlnsg npoBeneHUs CTAaTUCTUYECKOTO aHajau3a KCIOJIb30Balu
0a30ByI0 BEpCHI0 KOMITbIOTEpHOM mporpammbr Statistica 12.0 (StatSoft, CIIIA).
Pe3ynbraThl  ucCcCleNOBaHMUS ~ TPEACTABISIIM  BBIOOPOYHBIM  cpenHuM (M)
BapHAIlMOHHOTO psja W CTAaHJAAPTHOM OMMOKOW cpenHedl BeawuuHbl (M).
CooTBETCTBUE paCcCHpeAesICHUs] BapUaHT U3Y4aeMbIX MOKa3aTeleil HOPMaJIbHOMY
3aKOHY npoBepsiau no kpureputo [Hanupo-Yunka. st mpoBepKr CTaTUCTUYECKOM
TUIIOTE3Bl O PA3JIMUYMU CPEIHMX MCIOJIB30BaIM KpUTEpUNM MaHHa-YUTHH I
HE3aBUCHUMBIX BEJIMYUH U KpuTepuil BUIKOKCOHA B Cilyyae 3aBUCUMBIX BEJIUYUH.
3aJjaHHBIN TapaMeTp TIOBEPUTEIBbHOM BeposATHOCTH cocTaBuia 0,05.

Pesynbprarsl

AHaIM3 TMOJMYYEHHBIX JaHHBIX 10  CYONOMYJISIIMOHHOMY  COCTaBY
BPOkKJAEHHOTO MMMYHUTETA Y MAlMEHTOB IPyniibl | B COMOCTaBIECHUU C TPYIION
3JI0POBBIX OOHAPYKEHO HE TOJBKO MOBBIMIEHHOE conepxkanne CD3+CD16+ -
JUM(OIUTOB, HO W 3HAUYMMOE YCHJICHHE WX ITUTOTOKCUYECKOW AaKTHUBHOCTH IO
BHYTpHUKJIETOUHOMY cojepkanuto rpanzuma B (CD16+Gr+). Ocoboe BHUMaHuUE
HaIleJICHO Ha moBbllleHHe Ha MoHouutax CD282+ u CD284+, yBenuueHue B
HECKOJIBKO pa3 BHYTPHKJIETOUHOUW skcrpeccun CD289+, xkoTopble y4acTBYIOT B
pacro3HaBaHUM Pa3IMYHBIX BUJIOB MATOT€HOB, B TOM YKCJIE€ ACCOLMUPOBAHHBIX C
noBpexaeHueM coOctBeHHbIX TkaHew (DAMPS). Ilokazarenb OTHOCHUTEIHLHOTO
conepkanusi moHouutoB - HLA DR+ mnpesentupyromux aHTHreHsl, OblI
3HAYUTEILHO HHUXKE, YeM B TPYMIE 3J0POBBIX pPEeCHOHACHTOB. HeogHo3HauHbIE
nanHeie nosydeHsl U B oueHke HCT rtecra. I'me B rpynmne maunuentoB ¢ MBC



87
88
89
90
91
92
93
94
95
96
97
98
99
100
101
102
103
104
105
106
107
108
109
110
111
112
113
114
115
116
117
118
119
120
121
122
123
124
125
126
127
128

OTPa’KEHO IMOBBIIIEHUE CIIOHTAHHON HEUTPO(DUIHLHONW aKTUBHOCTHU, MPU CHUKEHUH
CTUMYJHMPOBAHHOW M MeEHbIINE 3HaueHus koddduumenta crumymsiiuu. CToUT
OTMETUTh, YTO IUIA3MEHHBIM YypOBEHb O-AC(PEH3WHA HA TMOPSAOK MPEBHIIIAET
KoHTpoJibHbIE 3HadeHus (Tabmuma 1).

Takum oOpa3oMm, y TAalMEHTOB C UIIEeMHYECKON OO0JIe3HBIO cepiua
HAOMIOJaeTCsl  TMOBBIIEHUE  KOJIMYECTBA HATypalbHBIX KWJUIEPOB U HX
(YHKIIMOHATBPHOW AaKTUBHOCTH, MOHOIIMTOB YYAaCTBYIOIIMX B pPaclo3HABaHUU
[NaTONEHOB, YIHETEHUE IIPOLIECCOB TNPE3EHTAlMM AHTUIEHOB, JucOamaHCc B
MUKpPOOMIUAHON aKTUBHOCTH HEUTPOPWIOB C MpeoOIaJaHuEM CEKpeLuu
AHTUMHMKPOOHBIX MENTUIOB.

[Tocne mpoBeneHnsi KOPOHAPHOTO CTEHTHUPOBAHUSA B TUHAMUKE HAOIIOICHHUS
CYLIECTBEHHOIO0 H3MeHeHus KoauuectBa NK-KIETOK HeE BBISBIEHO, OJIHAKO
oOpaliaeT BHUMaHUE 3HAUYMMOE TPAH3UTOPHOE CHIKEHHE  COJEPKAHMS
BHYTPUKIIETOYHOIO TrpaH3umMa B Ha 4-5 CyTkm mocine BMEIIATeNbCTBA.
OTcyTcTBOBaJIa CTATUCTUYECKU 3HAUMMas TMHAMHKa B 3kcrpeccun TLR2 u 9, B To
BpeMs KaK COjIep’KaHne MOHOIIUTOB, HECYIUX Ha cBoel MmemOpane CD284+ u HLA
DR+, 3HaunMO CHUKAJI0Ch, HAUYMHAA € 4-5 CYTOK, U COXpaHsA JaHHYIO TEHJIEHIHUIO
Ha 28-30 CyTKM HE OTJIMYAJIOCh OT WCXOJHBIX JaHHBIX. MHUKpOOUIUAHAS
aKTUBHOCTb HEUTPO(PHUIIOB 3HAYMMO, B TUHAMUKE HAOJIIOJEHUs, HE OTJIMYaiack. B
COJEp’KaHUU IIJJa3MEHHOro o-ne(eH3rMHa XOTh M HaMmeuajgachb TEHACHLUSA K
NOBBIIICHUIO, HO HE JOCTHTala YPOBHS 3HAYMMOCTH C BO3BPAaTOM K HCXOJHBIM
3HaueHusaM K 9-10-M cyTkam.

Takum o00pa3oM, B paHHEM I[OCJIEONEPAMOHHOM IE€PUOJE 3HAYMMBbIC
U3MEHEHUs CyONnonyJIsSIUOHHOIO cOCTaBa M ()yHKIIMOHAJILHOW aKTUBHOCTHU KJIETOK
BPO’KJICHHOTO MMMYHMTETA KOCHYJIUCH JIMIIb 3HAYUMOTO CHHKEHHUS COJEpIKaHUS
BHYTPUKJIETOYHOTO rpan3uma B, Ha 4-5 cytku, sxcnpeccun TLR4 u HLA DR Ha 4-
5u 9-10 cyTku.

V¥ nauuentoB ¢ UBC B mo3aHem nocliieonepanoHHOM nepuoje yepes3 1 roa
nociie KC ormedaercs 3Haummoe CcHWkeHue coxaepxkanus CD3+CD16+-
IUM(OUUTOB M HUX MUTOJUTHYECKON aKTUBHOCTH. bonee TOro, oTmedeHo
noctossHCTBO B coaepxkannu CD16+-muMponToB M UX IIUTOTOKCHYECKOU
aKTUBHOCTH, a TaKXe 3HAYMMON amHaMukod oskcmpeccun toll-momoOHbIx
peuentopoB. OTHOCHTENBHO OLEHKH NATTEPH-PACIO3HAOIIMX PELENTOPOB,
OTMEUYEHO JIOCTOBEPHOE CHWXEHUE MOHOLUTOB JCKIIPECCUPYIOIIUX Ha CBOEH
MeMOpane u BHyTpukierouno CD282+, CD284+, CD289+ Hauunas ¢ 6-Tu MecsIeB
HaOmoaenus. [IpoTuBomnonoxxHas kapTuHa Ha0mogaeTcs B dkcrpeccun HLA DR,
I71€ KOJUYECTBO MOHOIIMTOB C JAHHBIM PELENTOPOM MOBBIIAJIOCH KaK Yepe3
mojiroja, Tak u 4depe3 12 mecsneB. B HelTpodHnIIBHOM 3BeHE uepe3 ToJ MOcie
CTEHTHUPOBAHUS  BBISIBJICHO TOJABJICHUE KHUCJIOPOJ3aBUCUMON  CIOCOOHOCTH
HelTpoduiioB, oTpaxkaromieecs B ymenbinenuu 3Hauenuidt HCT cn. u HCT cr. Tecra.
OOpaiaeTr BHUMaHUE, CYyNpecCUs AHTUMHKPOOHON AaKTUBHOCTH 3a CYET
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3HAYMUTEILHOTO YMEHBIIIEHUS TPOAYKIMK o-AepeH3nHa dYepe3 monroga u 12
Mmecsines rmociae KC. (tabmmma 3).

Ha ocHOBaHuM OMHAMMKHM NOKa3aTelNed B MO3AHEM IIOCICONEPALMOHHOM
MepHoJIe, MOKHO 3aKJIFOUYHUTh, UYTO y TanueHToB mepeHecmux KC nabmromaeTcs
3HaUMMOE CHIKeHue coaepxkanus aumdorutoB: CD3+CD16+, CD16+Gr+,
MoHorutoB: CD14+CD282+, CD14+CD284+, CD14+CD289+, aktuBHOocTH HCT-
TeCTa W colepkaHus o-nedeHsnHa B IUia3Me KpoBe. B muHaMuKe KOJIMYECTBa
MOHOITUTOB AKkcnpeccupyronmx HLA DR, ormedaeTcs ux ypeaudeHue.

OOGcyxaeHue

B nameit padote, roopsi 06 areporenHoit atuonoruu MbC, He
BBI3BIBAET COMHEHUN JUCPETYJSIUsl BpPOXKICHHOIO HMMMYHHOro otBera. [lpum
uccienoBanuu CD16+ nuM@onHUTOB, BBISABICHO MOBBIIMICHUE UX ITUTOJUTUYECKON
dbyHkuuu, onieHeHHou no ['panzumy B. B paHee nmpoBeIeHHBIX UCCIIEIOBAHUSIX, T]I€
oTMeYaeTcsi ToBbIIeHne mupKymupymux CD16+-muMdonmToB 1 UX rpaH3uM3-
aBUCUMON IUTOTOKCHMYECKOM aKTUBHOCTH y TAIMEHTOB CO CTaOWJIbHOM
cTeHOKap el [1,5] BBISIBIIGHO MX CHIKEHHE Y TTAIIMEHTOB ¢ MH(PapKTOM MUOKAP/Ia,
9TO TMPENNOJIOKUTEIbHO cBs3aHO ¢ mpuBieueHuem CD3+CD16+ B 30my
HECTaOWJILHOW aTepockiepoTudeckor Ossmku [6,13]. Ilpu B3aumopeiicTBum ¢
NKG2-D (uaTerpansHbiii MEMOpaHHBINA O0€TI0K), KOTOPBIHA B OOJBIIIOM KOJMYECTBE
IKCIIpeccupyeTcs Makpodaramu, nHUIMUpyercs aktupamnus CD16+-mumdonutos y
MTALIMEHTOB C aT€POCKIIEPO30M, IIPU UX B3auMOAEUCTBUU ¢ OKuciieHHbiMu JITTHIT ,
YTO TIO3BOJISIET pEANTM30BaTh IUTOJUTUYECKUNA TOTEHIMAT MO meppopuH-
rPAaH3UMHOMY THUIY Kak B KpPOBOTOKE, TaK M HENOCPEACTBEHHO B
aTepoCKIIepoTHUECKOn Osimike [22].

VBennueHne  KOJUYECTBEHHOTO  MOKas3aTelsi  MOHOLMTOB
nepudepudeckoil KpoBu, 3Kcrpeccupyommx PRR - (marrepHpacnosHaronime
pELEeNnTOophl), SBISIETCS CBUJICTEILCTBOM HM3MEHEHUW Ha JTane MEepBUYHOTO
pacro3HaBaHusi 00pa30B CUCTEMOH, 3a CUET MOBBIIICHUS MEKKJIETOUHOI'O KOHTaKTa
yepe3 CD14+CD282+, CD14+CD284+, CD14+CD289+. Ilpu rumnokcuu
MPOUCXOJIUT BBICBOOOKIEHUE TPOTENHA, POJCTBEHHOTO OEJIKY TETIOBOTO Ioka 70
(HSC70), koTopwlii BBICTYIIaeT B pOJIM TATOreHA, ACCOIMUPOBAHHOIO C
OIMaCHOCTBIO, U YCUJIMBACT Iepeaauy curaaioB uepes toll-momodubie perientopsl. B
pe3yJibTare JAHHOTO B3aUMOJICHCTBHS, YCUJIUBAETCS BbIpaOOTKA
MPOBOCHAJUTEIbHBIX LIMTOKUHOB, 3ayCKAIOIIMX BOCHAIMTENbHBIA Mpouecc [4].
N3BectHO, uTo moBbImeHne CD14+CD289+ cBsi3aHO ¢ akTUBAIMEl COCYIUCTOTO U
TPOMOOIIMTAPHOTO 3BEHBEB Tremocrtaza, rae, kak u CD14+CD282+, Tak wu
CD14+CD284+  saBnsroTcs  (PYHKIIMOHAIBHO  AKTUBHBIMH  pEIENTOpPaMHU
tpomOoruToB [4,15]. OmHako B HACTOSIIIMI MOMEHT IOSIBIISIOTCS JIaHHBIE O
B3aMMOCBSI3H 3TOTr0 MPOLIecca ¢ MOBBIIICHHBIM YpoBHEM okuciaeHHbix JITTHIT [15].

[Ipu anHanusze HEUTPOPWIBHOIO 3BEHA, HAMHU BBISIBICHA
JUCKOOPJIMHALIAS CEKPETOPHOM CIOCOOHOCTH HEUTpo(uIoB. DTa CyOmomyJsuus
KJIETOK, BBICTpauBaroIias MepBUYHYIO 3allUTY, aKTUBHO YYaCTBYET Ha BCEX ATarax
ateporeHnes3a. [leppoHayanbHO, Ha 3Tane GOpPMHUPOBaHUA OJIAIIEK, OHU MUTPUPYIOT
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B 30Hy mnopaxenus. llenmeHampaBneHHOe  MpHUBJICUEHHUE  HEHUTPOPHUIOB,
OCYULIECTBJISIETCS 32 CYET BBICBOOOXKIECHHUS OMOJOTMYECKU-aKTHUBHBIX BEILECTB -
XEMOKHHOB, KOTOPbIE MOT'YT 00Opa30BBIBAaTHCS MIPU HAPYIIEHUN (PYHKIUHU SHAOTEIUS
[20]. Heittpoduiibl HHAYIUPYIOT NEPEKHUCHOE OKUCIEHUE JIUIU0B, B PE3yIbTaTe
kotoporo AD®K oxucnsror JIITHII, aktuBupys B nanpHeimeM QaromutapHbIi
KOMIIOHEHT HMMMyHHUTeTa. Pe3ynbTarbl, MOJy4Ye€HHblE B XOAE€ JAHHOTO
UCCJIEIOBAHMSI, KOHCTaTUPYIOT BO3pAaCTaHUE CTENEHU akTuBauuu O2 — 3aBUCHUMON
AHTUMHUKPOOHON aKTUBHOCTHU HEUTPOQUIIOB, IPU YMEHBIIEHUU (YHKIIMOHAIBHBIX
BO3MOYKHOCTEM O3TOM AKTMBHOCTM MW COIVIACYETCS C pe3ynbTaTaMu paHee
npoBefieHHbIX ucciaeaoBanuii [20]. [Io oTHOIIEHUIO K YpOBHIO a-aedeH3UHa B
I1a3Me KPOBH, B pa3bl MOBBIIIEHHOTO 0 CPABHEHUIO C TPYIIION KOHTPOJISI, MOYKHO
BBICKA3aTh  IPEANOJIOKEHHE, OCHOBAaHHOE HA  HEKOTOPBIX  pE3yJIbTaTax
UCCIENOBATENEH, YTO 3TO CBS3aHO C  JUIMTEIBHOCTBIO  CYIIECTBOBAHUS
aTepockiepo3sa [8].

CreHTHpOBaHUE apTEPHUl KOPOHAPHOTO pyciia ABISIETCS MUHUMHBA3UBHOU
IPOLETypOH, U OCHOBHAs POJIb OTBOJAUTCA JIOKAJIbHOMY BOCHAJIEHHIO, KOTOPOE
MOKET pa3BUBATHCS B PE3YJIbTATE HMMIUIAHTALIMM CTEHTA, HAa OOpa3yIoIIHE €ro
KOMIIOHEHTBI, B TOM 4ucie W aHTtunponudepatuBHbiii cyoctpar [10,3]. Korna
IPOUCXOAUT pacliupeHue (pazayBaHue) OajuioHa, BO3MOXXHO HAHECEHUE
0apoTpaBMbl UHTUMAJIBHON CTEHKE COCYJa, IJI€ MOKHO OXHUAATh B IOCJIEICTBHE
HEOMHTUMAJIBHYIO THUIEPIUIA3HI0, a TaKKE I'eMOpparud B CTEHKY apTepUu M
aTepOCKJIEPOTUUYECKYI0 OJISLIKY, OCTPO€ DSHIOTEIUAIbHOE TOBPEXKICHUE U
MaHHU(ECTaIMIO BOCTIAJICHUs] B 30HE YCTAaHOBKM KOPOHApHOTO cTeHTa [16].

B cBsA3u ¢ uyeM, HE MEHee MHTEPECHBIM SBIIICTCS N3MEHEHHE
conepxkanusi CD16+-mumMdoruToB W WX IUTOTOKCHYECKOW aKTUBHOCTH,
NOKa3bIBaIOL[asi OJHOM OMEHTHOE CHIDKEHUE CyONOmyJsiquu HaTypaJlbHbIX
KWUIEPOB M COJAEp)KaHUS B HUX TIpaH3zuMa B uepe3 12 mecsaueB nmocme KC.
TpaH3UTOpHOE CHMKEHME BHYTPUKIETOYHOro rpanzuma B Ha 9-10 cytkwy,
BO3MOXKHO CBSI3aHO C HMMYHOCYNPECCHUBHBIM BIUSHUEM LMTOTOCTaTHKA.
Camxenne CD16+-muMdponnToB 1 uX QPyHKIMHA B MO3IHEM NEPUOIE, BOZMOXKHO,
MOTYT OBITb acCOLIMMPOBAaHbI C TMEPEMENICHUEM JaHHBIX KIETOK B MECTO
VUMIUIAaHTAllUd KOPOHAPHOT'O CTEHTAa, MPH HAO0JII0A€MOM YMEHBIIEHUU B OOLIEM
kpoBoToke [21]. Tlo maHHBIM MPOBEAECHHOW PabOTHI, COAECPKAHUE MOHOIIMTOB C
penentopamu CD282+, CD289+ Ha cBoeii MeMmOpaHe U BHYTPHUKJIETOYHO,
OCTABAJIMCh HA JOCTATOYHO BBICOKOM YPOBHE B T€UEHHE | mepBOro Mecsua rnocie
KC. Hauuwiii ¢dakT mnpeanoiaokuTeabHo cBs3aH ¢ okcwieHHbiMud JIITHIT u
HK30TN€HHBIMU (MOJUMEP KOPOHAPHOTO CTEHTA) MOJIEKYJIAMH, YTO U MPUBOIAUT K
aKTUBALIMM JKCIPECCUU PELENTOPOB NEPBUYHOIO PACIIO3HABAHUS AHTUIEHOB.
Bpemennoe camxenue TLR4 na 4-5 n 9-10 cyTkM M 3HAYMMBIM YMEHBIIEHUEM
MOHOLIMTOB 3Kcnpeccupytomux TLR2, 4 u 9 B mozauue cpoku, BO3MOKHO CBSI3aHO
C JUMHUIKOPPEKIMCH, TOJABIISIONICH pa3inyHble (QYHKIMH MOHOLIUTOB [7].
OO6pariaeT BHUMaHUE e1ie oHa PYHKIIUSI MOHOITUTOB, 00YCJIOBIICHHAS PELIETITOPOM
HLA DR, kotopas OblJ1a CHU)KE€HA UCXOHO, & TAK)KE B PAHHEM U MO3HEM TIEPUOJIC
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no CK. TIlo pganHsiM nuTeparypbl, 3TOT (GakT o0ycioBieH 3pdekToM
nocrornepauuoHHol mMmyHocynpeccun [11]. IIpm nposepennn KC B mecte
YCTAaHOBKH CTEHTa WACHTU(DUIUPYIOTCI KOMIUIEKCHI M3 HEUTpOPUIoB U
TPOMOOLIMTOB, U KaK OKa3bIBAETCS, SIBISIOTCA CTUMYJIATOPAMHU BBICBOOOKIEHUS O
nedensrHa u3 a3ypoGuinbHbIX TpaHy HelTpodunos. s o-aedeH3nHa BhIABICHBI
arOHUCTUYHBIE CBOWMCTBA, MO OTHOLICHHIO K TPOMOOLIMTaM, 3aKJIIOYaroIIUecs B
UHAYKIUUA CBSI3bIBaHUS (uOpUHOTEHA U TpoMOOCHOHAMHA 1, JerpaHyIsIuu
CEKPETOPHBIX I'paHys U amnonTto3e TpomOouuToB [12]. Hamu yctaHoBII€HO, YTO Yy
nanueHToB ¢ MBC ucxonHo omnpeneneH BbICOKUN YPOBEHb 0-1e(hEH3MHA HE TOJIBKO
10 KC, HO 1 B paHHEM IOCJIEONEPALMOHHOM MEPUOE, YTO, BO3MOKHO OTPAKaeT
Oonee 3HaUMMoOe HelTpoduiibHOE BocnaneHue B oTBeT Ha KC. Uepes nonrona v rojg
MeECSIEB HaONI0aeTcs OTYET/IMBas JAUHAMHMKA B CHUKEHUM O-Ie(EH3MHA, YTO
BO3MOXKHO SIBJIIETCSl PE3yJIbTaTOM Ha3HAUY€HHs JIBOMHOW aHTUTPOMOOIMTAPHON
Tepanuu, T.K. o-gedeH3uH sBisercs uHIykTopoM AJld-accounnpoBaHHOM
arperaiui TpOMOOLIMTOB U SIBJSIETCS MApKEpPOM YTHETEHUS HEUTPOPUIBHOTO
BocnajieHus [9].

Takum o0pa3oMm, y MalMEHTOB C MIIEMHYECKOW OO0Ne3HbI0 cepua
HAOJIIOAAIOTCA U3MEHEHMS B MOMYJISILIMOHHOM COCTAaBE KJIETOYHOTO MMMYHHTETA,
CBUJETENBCTBYIOUIME O NEPCUCTUPYIOLIEM BOCHalCHUH. /[MHAMUKa BBISIBICHHBIX
WU3MEHEHUI B pe3ysbTaTe MPOBEACHHOTO CTEHTUPOBAHUS OTPAKAET JAOUIBbHOCTh
OLIEHMBAaEMBbIX IOKa3aTesiel B OOJbILIEH CTENEHU B MO3IHEM IOCIEONEPallHOHHOM
IIEPUOJIE, YTO MOXKET JIEYb B OCHOBY IPOTHO3MPOBAHUSA MCXOAA KOPOHAPHOTO
CTECHTUPOBAHHS.



TABJINLbI

Ta6muuma 1. CpaBHuTENbHAs XapaKTEPHCTHKA IOKa3aTeled BPOXKIAECHHOTO
UMMYHHOTO OTBETa M (yHKIIMOHATHLHOW aKTUBHOCTH HEUTPO(DUIOB Yy MalMEHTOB C

NBC u 310poBbIx Juil, M+m.

Table 1. Comparative characteristics of innate immune response and functional
activity of neutrophils in patients with coronary artery disease and healthy

individuals, M+m.

NBT, st., c.u.

IToxazarenp I'pynmna 1 I'pynna 2 p
Indicator | group Il group

CD3'CD16",% 18,6+1,4 13,2408 0,007
CD16+, 10%n 0,32+0,04 0,23+0,02 0,01
CD16+, 101
CD16+Gr+,% 13,9+1,3 6,8+0,85 0,04
CD16+Gr+, 10%n 0,16+0,03 0,09+0,02 0,05
CD16+Gr+, 10%I
CD14+CD282+,% 77,8+1,6 60,1+1,68 0,0001
CD14+CD282+, 10%n 0,39+0,04 0,38+0,03 0,78
CD14+CD282+, 10%I
CD14+CD284+,% 34,0+£2.2 18,3+0,6 0,02
CD14+CD284+, 10%n 0,11+0,02 0,12+0,01 0,06
CD14+CD284+, 10%I
CD14+CD289+,% 79,9+£2,27 8,6+0,75 0,0001
CD14+CD289+, 10%n 0,36+0,04 0,14+0,02 0,0001
CD14+CD289+, 10%I
CD14+HLA DR+, % 65,2+1,5 86,8+0,32 0,0001
CD14+HLA DR+, 10%n 0,31+0,02 0,69+0,01 0,05
CD14+HLA DR+, 101
HCT cn., y.e. 96,8+2,24 89,2421 0,01
NBT, sp., c.u.
HCT cr., y.e. 158,0£3,59 188,0+2,3 0,001




Ker. HCT 1,734£0,02 2,09+0,02 0,02
Kst. NBT

o-nedeH3nH, /M 2527,0+£145,0 198,6+13,1 0,00001

a-defensin, pg/ml

IIpuMeyaHue: ypoBeHb CTATUCTHYCCKON 3HAUMMOCTH TIPUHUMAIICS TIPY 3HAYCHUN
p=<0,05.
Note: the level of statistical significance was taken at p<0.05.



Tadamma 2. JluHamMuka TmOKa3aTeleld BpPOXKIEHHOIO HMMMYHHOTO OTBETa W
GyHKIIMOHATBFHOW aKTHUBHOCTH HelTpodmnoB y mnamueHtoB ¢ MBC B panHem
IIOCJIEONEPALMOHHOM niepuoae, M+m.

Table 2. Dynamics of innate immune response and functional activity of neutrophils
in patients with coronary artery disease in the early postoperative period, M+m.

[Toxazatenr | Mcxomubie | 4-5 cyTkum 9-10 cytkm | 28-30 cyTkm p
Indicator JAHHBIE 4th-5th days 9th-10th 28th-30th
Initial days days
data
CD3*CD16%,% | 18,6+1,4 16,6£1,0 19,9+1,8 21,2+1,6 1-0,3; 2-0,6; 3-0,2
CD16+, 10%n | 0,32+0,04 0,28+0,03 0,40+0,06 0,39+0,04 1-0,4; 2-0,3; 3-0,2
CD16+, 10%/1
CD16+Gr+,% 13,9+1,3 6,0+0,9 13,2+1,7 13,8+1,5 1-0,001; 2-0,7; 3-0,9
CD16+Gr+, 0,19+0,03 0,95+0,13 0,20+0,03 0,25+0,03 1-0,5; 2-0,4; 3-0,06
10%/n
CD16+Gr+,
109/
CD14+CD282 | 77,8+1,6 78,6+1,7 82,3+1,2 78,0+1,3 1-0,7; 2-0,1; 3-0,9
+,%
CD14+CD282 | 0,39+0,04 0,40+0,04 0,43+0,06 0,35+0,04 1-0,8; 2-0,5; 3-0,4
+, 10%n
CD14+CD282
+, 10%1
CD14+CD284 | 34,0+2,2 22,0+4,5 20,54+2,9 27,6+£2.9 1-0,01; 2-0,02; 3-
+,% 0,09
CD14+CD284 | 0,11+0,02 0,1+£0,04 0,09+0,05 0,13+0,12 1-0,8; 2-0,5; 3-0,9
+,10%n
CD14+CD284
+, 10%1
CD14+CD289 | 79,9+2,27 75,343,32 75,3£2,03 84,1+2,14 1-0,2; 2-0,2; 3-0,2
+,%
CD14+CD289 | 0,36+0,04 0,27+0,05 0,40+0,05 0,29+0,03 1-0,1; 2-0,6; 3-0,2
+,10%n




CD14+CD289

+, 109/

CD14+HLA 65,2+1,5 54,8+1,8 55,2+1,4 59,0+1,4 1-0,01; 2-0,03; 3-0,4
DR+, %

CD14+HLA 0,31+0,02 0,2+0,05 0,3+0,02 0,3+0,01 1-0,08; 2-0,09; 3-0,1
DR+, 10%n

CD14+HLA

DR+, 10%/

HCT cn., y.e. 96,8+2,24 97,2+1,83 103+3,58 98,1+2,54 1-0,7; 2-0,1; 3-0,5
NBT, sp., c.u.

HCT ct., y.e. 158,0+£3,5 165,0+4,51 167,0+£3,24 162,0+£3,61 1-0,2; 2-0,2; 3-0,5
NBT, st., c.u. 9

Kcr. HCT 1,73+0,02 1,69+0,02 1,62+0,03 1,66+0,02 1-0,2; 2-0,4; 3-0,9
Kst. NBT

a-nedeH3HH, 2527,0£14 3427,0+ 2751,0+ 1806,0+187,0 | 1-0,08; 2-0,7; 3-0,07
/Mt 5,0 371,0 491,0

a-defensin,

pg/mi

IIpumeyanue: ypoBeHb CTATUCTUYECKON 3HAYMMOCTU NMPUHUMAJICS MPU 3HAYECHHUH

p<0,05.

1-cpaBHeHUME MOKa3aTeNs J0 onepanuu u uyepe3 4-5 cyTok; 2-CpaBHEHHE MMOKa3aTels
10 omneparu 1 uepe3 9-10 cyTok; 3-cpaBHEHHE TTOKA3aTelIs 10 OlepaIuy 1 yepes 28-
30 cytok. JlaHHBIE IpPEeACTaBICHBI B BUjae M+m.
Note: the level of statistical significance was taken at p<0.05.
1-comparison of the indicator before the operation and after 4-5 days; 2-comparison of
the indicator before the operation and after 9-10 days; 3-comparison of the indicator
before the operation and after 28-30 days. Data are presented as M+m.




Tabmuma 3. JluHamuka nOKa3zareyneld BPOXKIEHHOIO MMMYHHOIO OTBETa U
(GYHKIIMOHATBFHOW aKTUBHOCTH HelTpodpmioB y manuentoB ¢ MBC B mo3nHem
IIOCJIEONEPALMOHHOM niepuoae, M+m.

Table 3. Dynamics of innate immune response and functional activity of neutrophils
in patients with coronary artery disease in the late postoperative period, M+m.

[Toka3zarenn Hcxonuslie Uepes 6 Yepes 12 p
Indicator JTAaHHBIC MECSIICB MECSIICB
Initial data | In 6 months In 12
months
CD3"CD16*,% 18,6+1,4 17,8+1,4 15,6+0,9 1-0,1; 2-0,05
CD16+, 10%x 0,32+0,04 | 0,31+0,04 | 0,32+0,08 1-0,5; 2-0,5
CD16+, 1091
CD16+Gr+,% 13,9+1,3 10,8+0,8 8,3+0,7 1-0,4; 2-0,04
CD16+Gr+, 10%n 0,16+0,03 0,3+0,01 0,2+0,04 1-0,1; 2-0,4
CD16+Gr+, 1091
CD14+CD282+,% 77,8£1,6 72,0+1,3 67,5+1,5 1-0,05; 2-0,001
CD14+CD282+, 10%xn | 0,39+0,04 0,4+0,03 0,3+0,02 1-0,04; 2-0,3
CD14+CD282+, 101
CD14+CD284+,% 34,0+£2,2 18,8+1,8 18,2+1,5 1-0,02; 2-0,04
CD14+CD284+, 10%n | 0,11+0,02 0,1+0,02 0,2+0,04 1-0,3; 2-0,09
CD14+CD284+, 101
CD14+CD289+,% 79,9+£2,27 43,5+1,4 39,8+2,1 1-0,05; 2-0,04
CD14+CD289+,10%n | 0,36+0,04 0,3+0,04 0,2+0,03 1-0,9; 2-0,4
CD14+CD289+,10%I
CD14+HLA DR+, % 65,2+1,5 75,824 80,1£1,8 1-0,009; 2-0,002
CD14+HLA 0,31+0,02 0,5+0,02 0,6+0,01 1-0,01; 2-0,003
DR+, 10%n
CD14+HLA
DR+, 101
HCT cn., y.e. 96,8+2,24 95,2+2,2 90,6+2,4 1-0,4; 2-0,03




NBT, sp., c.u.

HCT cr., y.e. 158,0+£3,59 | 160,8+3,4 | 149,9+3,8 1-0,9; 2-0,04
NBT, st., c.u.

Kcr. HCT 1,73+0,02 1,6+0,01 1,6+0,02 1-0,1; 2-0,4
Kst. NBT

o-nedeH3uH, /M 2527,0+£145 | 1433,0+13 | 1571,0£17 1-0,002; 2-0,05
a-defensin, pg/ml 0 8,8 8,0

HpHMeanHe: YPOBCHb CTaTUCTUYECKON 3HAYMMOCTH IMPUHUMAJICA IIPpU 3HAYCHUU

p<0,05.

1-cpaBHEeHHME TOKa3aTess 10 ONepaluy U dyepe3 6 Mec; 2-CpaBHEHHUE MOoKazaTess 10
onepaunu u yepe3 1 rox. JlaHHble npencTaBiieHsl B BUae M+m.
Note: the level of statistical significance was taken at p<0.05.
1-comparison of the indicator before surgery and after 6 months; 2-comparison of the
indicator before the operation and after 1 year. Data are presented as M+m.
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