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Pe3rome

Tepmun BapuaOenbHBINM B ONpeAecHUH 00IIei BapuadeIbHOM UMMYHHOM
HegoctatouHoct (OBUH) cBsizan ¢ reTeporeHHOCThI0 TEHETUYECKON MPUPOABI U
KIIMHUYECKONW MaHu(decTanuu 5TOr0 BapuaHTa MEPBUYHOTO MMMYHOICHUIINTA.
CHmwxenne ¢yHkuuu B-mumMdonnuToB pa3BUBaeTCs B pe3yibTaTe TUCPETYISIIUU
MMMYHHBIX TIPOLIECCOB, MPUPOAA KOTOPBIX pa3iM4yHa B 3aBUCUMOCTH OT
TeHETHYECKOM TOJIOMKH. PactmdpoBka MEXaHW3MOB WU BBISIBIICHHE OMOMapKEPOB
KJIIMHUYECKONM TIeTePOTeHHOCTH MOXKET HMETh 3HA4€HUE B CBOEBPEMEHHOM
nuarHoctuke u npornoze teueHus OBUH. Ilens nmpoBeaeHHOTO McCieq0BaHUS —
BBISIBUTh OTJMYUTEIbHBIC MPU3HAKU B MapaMeTpax BPOXKIECHHOIO U aJIallTUBHOIO
MMMYHHOTO  OTBETa MAalMEHTOB ¢ HUHQPEKIMOHHOW U  ayTOMMMYHHOM
maHupecrauneit OBHWH B ycnoBusix pemMuccum MW 0OpU  KIMHUYECKOU
MaHupecrauuu. O0cnenoBano 15 nanueHTos, 11 KeHIIMH U 4 MYy>KYUHBI, CPETHUN
Bo3pact 39,7+11,7 ner, pa3neneHHble Ha JBE MNOATPYNIbI B 3aBUCUMOCTH OT
KJIMHUYECKON Bepudukauuu: uUHGEKIMoHHbIA ¢enorun (10 uenoBek, cpeaHuit
Bo3pact 41,6+11,71 ner) u ayrouMMyHHBIN (heHOTHUII (5 YEIOBEK, CPEAHUI BO3pACT
35,849,8 1ner). B ycioBusiX OTCYTCTBUSA KIMHUYECKUX NPU3HAKOB AKTHUBAIUU
ayTOMMMYHHOM MaTojoruu JHuO0 OOOCTPEHHS] XPOHMUYECKHX HWHOEKIIMOHHBIX
MPOLIECCOB TOYKOM MPUIOKEHUS OTIIMYMUTENIbHBIX 3HAYEHUW CTAd MOHOLIUTBI
nepudepudeckord KpoBH. BbpUTO MoOKa3zaHO yBENIMYEHHE KOJIMYECTBA MOHOIIMTOB,
skcnpeccupyrommx TLR9, y mnanueHToB ¢ ayTOMMMYHHOM KIMHUYECKOW
Bepudukanueii OBUH. Otnuuus mapamMeTpoB MMMYHHOTO cTaryca OOJIBHBIX,
IPOBEJCHHOTO B MEPUOA OOOCTpeHHUs/ aKTUBALMK KIMHHUYECKON MaHH(ecTaluu,
COCTOSIJIM B CHMXKEHHHM OTHOCHUTEJIHOTO COJIEpKaHUsl U a0COJIFOTHOTO KOJIMYECTBA
T-peryasTopHbIX TUMQPOIIUTOB, MOBBIIIEHUH KOJIUYECTBA MOHOIIUTOB, COACPKAIINX
TLR9, TLR2 u HLA DR y namueHTOB C ayTOMMMYHHHBIM (PEHOTHIIOM 10
OTHOLIEHUIO K MOATpyMIe ¢ uHMeKImoHHo Mmanudectanuei. [lonyyeHHsie 1aHHbIe
OTPAKAIOT BOBJICYEHHOCTh HMMMYHOPETYJISTOPHOIO MOTEHIMAda HWMMYHHOMU
CUCTEMBI B KIIMHUYECKYI0 MaHU(DECTalUIO MIEPBUYHOIO UMMYHOAEPUIITA JTaxke B
YCIIOBUAX  INPOBOAMMOM  MATON€HETUYECKOM  3aMECTUTEIIbHOM  TEparuu.
Jloka3aTeapCcTBOM U3JI0KEHHOTO MOJIOKEHHUS CITYKUT CHUKEHHE
UMMYHOCYTIPECCUU TIPU ayTOMMMYHHOW MaHH(ECTallud 3a CUeT yMEHBIICHUS
KOJM4YecTBa nepudepudeckux T-peryasTOpHBIX KIECTOK W MEHBIICH JOIH KIETOK
MOHOLMTApHOTO psAfa, OTHOcAmMXca K M2 cynpeccuBHOM kareropuu. Takxke
oOpamiaer Ha ce0s1 BHUMaHUE YCUJIEHHE IOTEHIIMAIa IEPBUYHOTO PEarupOBaHUs Ha
NaTTePHbl PaA3IMYHONM MPUPOJLI TMPU AYTOMMMYHHOM MaHH(ecTaluu 3a CyeT
YBEIIMYCHUSI  KOJIMYECTBA MOHOIUTOB, dKcnpeccupyromux  Toll-mogoGubie
peuenTopsl paznuyHoi cnenupuyHocTy. IIpencrapieHnbie pe3ynbTaTbl HE TOJIBKO
OTpa)kaeT NATOTEHETUYECKYI0 pOJIb YKa3aHHBIX (DAKTOPOB B KIMHUYECKOU
MaHu(decTalMi ayTOMMMYHHOM NATOJIOTMM, HO U MOTYT OBbITh MPEIOKEHBI B
KAueCTBE JIMATHOCTUYECKOTO0 M MPOTHOCTUYECKOrO IMOKa3aTelsd pa3audusi
kinHndeckux penoruno OBUH.
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Abstract

The term variable in the definition of CVID is associated with the
heterogeneity of the genetic nature and clinical manifestation of this variant of PI.
Deciphering of the mechanisms or identifying biomarkers of clinical heterogeneity
may be important in the timely diagnosis and prognosis of the course of CVID. The
purpose of the study was to identify distinctive features in the parameters of the
innate and adaptive immune response of the patients with infectious and
autoimmune manifestations of CVID in remission and clinical manifestation. 15
patients, 11 women and 4 men with an average age 39.7+11.7 years were examined,
and they were divided into two subgroups depending on clinical verification:
infectious phenotype (10 people) and autoimmune phenotype (5 people). In the
absence of clinical signs of activation of autoimmune pathology or exacerbation of
chronic infectious processes, peripheral blood monocytes became the application
point of distinctive values. An increase in the number of TLR9-expressing
monocytes has been shown in patients with autoimmune clinical verification of
CVID. The differences in the parameters of the immune status of patients conducted
during the period of clinical manifestation consisted in a decrease in the relative
content and absolute number of T-regulatory lymphocytes, and an increase in the
number of monocytes containing TLR9, TLR2 and HLA DR in patients with an
autoimmune phenotype relative to the subgroup with infectious manifestation. The
data obtained reflect the involvement of the immunoregulatory potential of the
immune system in the clinical manifestation of primary immunodeficiency, even
under the conditions of pathogenetic substitution therapy. The evidence of the stated
position is a decrease in immunosuppression in autoimmune manifestation due to a
decrease in the number of peripheral T-regulatory cells and a smaller proportion of
monocyte cells belonging to the M2 suppressive category. An attention is also drawn
to the increased potential of primary response to patterns of various nature in
autoimmune manifestation due to an increase in the number of monocytes
expressing Toll-like receptors of various specificity. The presented results can be
proposed as a diagnostic and prognostic indicator of the difference in clinical
phenotypes of CVID.

Keywords: CVID; autoimmune phenotype; infectious phenotype; immune
dysregulation.
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1 BBenenne
O6mias BapuabenbHas UMMyHHast HegoctaTrouHocTh (OBUH) npeacrasnsier coboi
COBOKYITHOCTh CUHJIPOMOB TMIIOTaMMarjio0yJIMHEMUH, BOZHUKAIOIINX B PE3yJIbTaTe
paznuuHbIX reHetudeckux nedextoB [6;15]. OBUH BcTpewaeTcs ¢ yacToToM OT
JBYX JI0 dYeTblpex 4YejdoBek Ha Kaxaele 100 000 m©HaceneHus, HeT
IPEIPACIOIOKEHHOCTH K KaKOW-IIMOO ITHUYECKOW MPUHAJICKHOCTU WIIU MO,
OTCYTCTBYET 4eTKasi MPHUBS3KAa K KOHKPETHOMY T'€HETHYEeCKOMY He(heKTy, HeT
€IMHOr0 KIMHUYECKOT0 WM JIA0OPATOPHOIO MPU3HAKA, TATOTHOMOHUYHOIO JIJIS
OBUH. Tepmun BapuabenbHblii B omnpeaenenun storo Buma [IN]] ceszan c
reTEePOTCHHOCTHIO TE€HETUYECKON TMPUPOJIbl M KIMHUYECKOW MaHU(peCcTalluu.
KinHndeckass kKapTUHa BKJIIOYAET HE TOJIBKO MOBBIINIEHHYK) BOCIPUUMYHUBOCTH K
WHOEKIUSAM  JBIXaTeIbHBIX TMYTeH W JKEIyJAOYHO-KUIIEYHOTO TpPaKTa, HO
ayTOUMMYHHBIE, JuMonpoindepaTuBHbie 3a00JIeBaHUs, TOBBIIMICHHBIM PUCK
HEKOTOPBIX 3JIOKAYECTBEHHBIX HOBooOpazoanuit [4;11].  Ilpumensembie B
HACTOSIIIEE BPEMSI KPUTEPUM MMOCTAHOBKHU JUArH03a, K KOTOPBIM OTHOCAT CTOMKYIO
TUMIOTaMMarjioOyJIMHEMUIO, OTCYTCTBUE HW30TE€MAarrIlOTUHUHOB M aHTUTEILHOTO
OTBETa HAa BaKIMHAIMIO HE CIOyXaT mOpeaukropamMu  3HPEKTUBHOCTH
NaTOr€HETUYECKOW Tepanuy, HE CBS3aHbl C BO3MOYKHOCTBIO MPOTHO3a Pa3BUTHS
OCJIO)KHEHHH W BapHaHTa KIMHUYECKOro TeueHus [3]. B HayuyHOll nuTeparype
HAKAIUIMBAIOTCS JAHHBbIE, TMOJATBEPXKAAIONINE, YTO CHUXeHue GQyHKiun B-
TUM(OIUTOB, MPUBOJANIME K OCHOBHOMY JabopaTtopHomy kputepuro OBUH -
TUIOraMMario0yJIMHEMUH, PA3BUBAIOTCA B PE3YIbTATe TUCPETYIISIIMN UMMYHHBIX
IIPOLIECCOB, MPUPOJA KOTOPBIX pa3jiMdHA B 3aBUCUMOCTH OT HCXOJHOWU
F€HETUYECKOU MTOJIOMKHU. Paznuunebrii AMMYHOIIATOT€HES
TUNOraMMarioOyJIMHEMHUH,  OYEBHJHO, W  ONpeAessieT  BapualdelbHOCTb
KJIIMHUYECKOM CHUMNOTOMAaTUKU. B Hacrosinee BpeMs MNpU3HAHO, 4YTO Haumboliee
gacTeiM BapuaHToM Bepuukanmuun OBWH, mocie wHGEKIMOHHOTO, SBISETCS
ayTOMMMYHHas TAaTOJIOTUsA, Ha JOJI0 KOTOpoil mpuxoaurcs a0 30% nanueHToB
[8;12;2]. PacmmdpoBka MeXaHH3MOB WM BBISBICHHE OHOMapKEpPOB TaKOM
KIIMHUYECKONW TIE€TEPOr€HHOCTH MOXKET HMMETh 3HAYEHHE B CBOEBPEMEHHOMU
JIMarHOCTHKE U MporHo3e tedenuss OBH.
[lenp TPOBEAEHHOIO HCCIEAOBAHHUS — BBIABUTh OTJIMYUTEIbHBIE IPU3HAKA B
napaMeTpax BpPOXKJICHHOTO M aJalTUBHOIO HWMMYHHOTO OTBETa NALHUEHTOB C
nH()EKITMOHHON U ayTonMMyHHOI Manudecranueit OBUH B ycnoBusix pemuccuu u
P KIMHUYECKOW MaHU(peCTaIuu

['pynny cocraBunu 15 nauuentoB, 11 xeHmnH u 4 myxxuunbl. CpegHuid
Bo3pact 39,7£11,7 mner, BO3pacT BO3HUKHOBEHHUS TEPBBIX KIMHUYECKHUX
nposineHuit 25+10 xer, Bo3pacT, B KOTOpOM ObUl BEepUUIMPOBAH TUATHO3
32,6+12,4 ner. /IlnarHo3 BBICTABJIEH HA OCHOBAHUMU KIMHUYECKUX PEKOMEHIALWN
Poccuiickoii Acconumanuu AmiepronoroB M KiMHUYECKMX MMMYHOJIOTOB IS
JIUarHOCTUKU  TIEPBUYHBIX  HUMMYHOJAC(PHUIIUTOB TYMOPAJbHOTO 3BEHA W
COOTBETCTBOBAJ KpUTEPUAM MEXAYHAPOJAHOTO COKO3a HMMYHOJOTHYECKUX
obmects (https://council.science). V nmecsATH NalleHTOB OCHOBHBIM KIMHHYECKUM
pOsIBIICHHEM ObUT MH(PEKIMOHHBIN ()EHOTUI CMHOITYJIbMOHAIBHON JIOKATU3AIUU.
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Cpennnii Bo3pacTt B 3Toi nmoarpymnne namuestoB ¢ OBUH 41,6+11,71 ner. ¥V 5
YyesloBeK Beaynumu kiauHndeckumu cumnromamu OBUH 6butn 60ne3us Kpona (1
YeJI0BEK), reMonuThueckas anemus (1 yenoBek), ayTOMMMYHHasi TPOMOOLIUTONIEHUS
(1 uenosek), ayTouMMyHHbIN renatut (2 yenoseka). CpegHuil Bo3pact O0JIbHBIX B
3TOM moArpymnmne coctaBuwi 35,849,8 ner. Bce mnamueHThl HAXOIWIUCh TMOJ
JUMCIIAHCEPHBIM HAOJI0/IEHUEM, TTOTy4Yald PEryJIsIpHYIO0 3aMECTUTEIbHYIO TEPAIUI0
BHYTpUBeHHbIMU UMMYyHoOTNI0OymHamMu (BBUIY) B nose 0,4 r/kr. IlpencraBieHsl
pe3yJbTaThl 00CIeA0BaHNS, TOJyYSHHBIE TIepe]] ouepenHoi Tpancdysueit BBUI B
MIEPHUOJT PEMHUCCHH, JTUO0 TIPH CTAIIMOHAPHOM JICUCHUU B YCIIOBUSX OOOCTPEHUSI UITU
akTHBanuu KnuHUYeckor Manudecrarmu OBYH. Ot Bcex y4acTHHKOB MOJyYEHO
n00poBoJIbHOE WMH(DOPMUPOBAHHOE COTJIACHE HA TPOBEIEHUE HuccieaoBaHuil. B
KOMILUIEKC MMMYHOJIOTHYECKOTO0 O0OCJIeIOBaHUSI MOMHUMO CTaHJIAPTHBIX TECTOB,
XapakTepU3ylolUX  YPOBEHb CBIBOPOTOYHBIX MMMYHOTJI00YJIMHOB u
KOJIMYECTBEHHBIM  COCTaB  CyOmomyJsnuid  JTUMQOIMTOB  MepudepruIecKoro
KpOBOTOKa, BOIIIIN noKa3arelu (YHKIIMOHATBHOTO COCTOSIHUS
MMMYHOKOMIIETEHTBIX  KJIETOK. MeToA0M TpPOTOYHON HUTO(PIyOpUMETPUU
(Cytomics FC 500, CIIJA) ouenuBanu MeMOpaHHbIE JMOO BHYTPHUKJIETOUHBIE
mapkepsl (CD16; CD14; CD282; CD284; CD289; CD3; HLA DR; CD4; CD25;
CDS8; CD19; Foxp3; Granzym B;) ¢ wuCHoib30BaHHEM COOTBETCTBYIOIINX
MOHOKJIOHAJIbHBIX aHTUTeNn mnpousBojacTBa Beckman Coulter. CraTuctuyeckue
pacuétel BeimosHsuHch B R (Bepcus 3.2, R Foundation for Statistical Computing,
Vienna, Austria). CpenHue 3HaUeHUs IMOKa3aTecii mpeacTaBieHbl B Buae Meanan
[Hwxuauit kBapTiib; Bepxuuil kBaptuiib]. CpaBHEHHE MEAUaH KOJWYECTBEHHBIX
MOKa3aTeyied B Ipyniax MpoBOJWIOCH C MOMONIBIO TecTa MaHHa-YuTHH. Paznnuns
MPU3HABAIMCH CTATUCTUYECKU 3HAUUMMBbIMU Ha ypoBHE p <0,05.

Pe3ynbTaThl COMOCTABUTEIBLHO aHalv3a JaHHBIX, M[OJYYEHHBIX MpH
oOcnenoBanun namueHtToB ¢ OBHWH B nepuon craHgapTHOro CKpUHHHIOBOTO
o0OcnegoBaHusl HaKaHyHe ouepenHol TpaHncy3uu BBUI', B ycnoBusix oTCyTCTBUS
KJIMHUYECKUX MTPU3HAKOB aKTUBAIIMU ayTOMMMYHHOM NATOJIOTUU MO0 000CTpEeHUs
XPOHUYECKUX MH(MEKIMOHHBIX MPOLIECCOB, MpejcTaBieHbl B Tadiuie 1. U3 atux
JAHHBIX CJIEAYET, YTO BCE IOKA3aTeNIM, XapaKTEPU3YIOIIHE KOJIUYECTBEHHBIA H
byHKUMOHANBHBIA TOTeHIMaN T u B-mumMbonuToB, HATypalbHBIX KHUJUIEPOB,
CBIBOPOTOYHBIX HMMMYHOTJIOOYJIMHOB HE HMEIOT CTAaTHCTHYECKH 3HAYMMBIX
pasnuyuid MexXAy rpynnamu. TOUYKOW NPHUIIOKEHUS OTIMYUTEIBbHBIX 3HAYCHUUN
CTaJl MOHOIUTHI TepupepuvecKkoil KpoBH. Tak, ObUIO TMOKa3aHO YBEJIUYEHUE
OTHOCUTEJIIBHOTO KOJMYECTBA MOHOIMTOB, 3Kcmpeccupytomux TLR4, mpu
ayTOUMMYHHOM (EHOTHIE, OJHAKO B TepecueTe Ha aOCONIOTHOE KOJIWYECTBO
HUPKYJIUPYIOLUIMX B KPOBOTOKE KJIETOK, 3TU OTJIMYUSI HUBEIUPOBAIUCH. B TO ke
BpEMsI KOJIMYECTBO MOHOIIUTOB, SKCIPECCUPYIOIIUX BHYTPUKIECTOUHBIA PELIEITOP
nepBuyHOro  pacno3nHaBanusi ~ CpG-mocnenoBatenbnoctet  JJHK ~ TLR9
CTaTUCTUYECKM 3HAYMMO BBIIIE Yy MAI[UEHTOB C ayTOMMMYHHOW KJIMHUYECKOU
Bepudukamnueit OBUH. OTu otnnuus BecbMa CyIeCTBEHHBI U B OTHOCUTEIBLHOM, U
B a0COJIFOTHOM HMCYHUCIICHHH.
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TABJINLbBI
Tadauma 1. CpaBHUTENbHAS XapaKTEPUCTHKA TOKA3aTENIE aJalTUBHOTO U
BPOXKJIEHHOIO HMMMYHHOIO OTBETa Yy TMAalUHUEHTOB C ayTOMMMYHHOW WIIU
uH(pexknmonHo Manudecraueit OBUH B ycnoBusixX KIMHUYECKON PEMUCCHH.

Table 1. Comparative characteristics of indicators of adaptive and innate immune
response in patients with autoimmune or infectious manifestations of CVID in

clinical remission.

[Toxa3zarenu AyTOUMMYHHBIN (PEHOTHUTT NudexnmonHbIit
_ _ (enoTun
Indicators Autoimmune phenotype
Infectious
phenotype
CD3* (%) 85 [74.5; 89] 88 [78; 90.5]
CD3" (abs) 1.13[0.95; 1.35] 1.2 [1.03; 1.39]
CD3"CD25" (%) 2.4 [1.9; 3] 2.5[2.1,3.3]
CD3*CD25* (abs) 0.034 0.038
[0.023; 0.05] [0.029; 0.051]
CD3"HLA DR* (%) 10 [5.75; 14.1] 9[6;11.1]
CD3"HLA DR* (abs) _ 0.13
0.14 [0.068; 0.18] [0.077: 0.17]
CD3*CD4* (%) 39.5 [26.5; 48.5] 39.5 [28; 49]
CD3*CD4" (abs) 0.53 [0.35; 0.71] 0.54 [0.39; 0.73]
CD3*CD4*CD25(%)* 2.55 [2; 3.4] 2.8 [2; 3.5]
I .\ 0.037 0.039
CDITCDACD25(@bs) | 16 024 0.054] [0.026; 0.055]
CD3*CD4*CD25*Foxp3*
(%) 1.35[1; 2] 1.2[0.7; 1.9]
CD3"CD4*CD25'Foxp3* | 002 0.017
(abs) [0.011; 0.031] [0.009; 0.027]
CD3"CD8" (%) 44 [26.5; 60] 42 [31, 54.5]
CD3*CD8" (abs) 0.53 [0.38; 0.82] 0.58 [0.43; 0.77]
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CD3'CD8'Gr" (%) 28 [18: 49.5] 30 [21; 43]
CD3"CD8"Gr" (abs) 0.35 [0.25; 0.57] 0.42[0.3; 0.6]
CD3CD19" (%) 5.5[0.1; 11.5] 2[0.1; 7]
CD3CD19" (abs) 0.061 0.027

[0.0016: 0.2] [0.0015: 0.098]
IgA (r/m)
1A (@) 0.44 [0.3; 1.67] 0.4 [0.24: 0.6]
[gM (/)
Mg 0.6 [0.4; 0.7] 0.6 [0.4; 0.76]
IgG (r/m)
146 () 7.29 [5.55; 9.26] 8 [6.05; 9.33]
CD3CD16" (%) 6 [4: 8] 6 [4: 8.5]
CD3-CD16 (abs) 0.091 0.086

[0.046; 0.13] [0.046; 0.13]
CD3CD16*Gr* (%) 3[1.75; 5] 2[1;5]
CD3CD16"Gr (abs) 0.039 0.031

[0.017; 0.08] [0.015; 0.075]
CD14" CD282" (%) 73.5 [59.5; 83.5] 70.5 [52; 80]
CD14* CD282" (abs) 0.25[0.17; 0.32] 0.24[0.18; 0.31]
CD14* CD284" (%) 33.5 [21; 50] *28 [18.5: 42.5]
CD14* CD284" (abs) _ 0.094

0.11 [0.072; 0.17] [0.058: 0.16]
CD14* CD289" (%) 10 [9: 12] *4.2 [2.3: 10]
CD14* CD289" (abs) 0.034 *0.017

[0.026; 0.045] [0.0086; 0.033]
CD14"HLA DR (%) 79 [64; 87] 73.2 [58; 84]
CD14"HLA DR (abs) 1.11 [0.74; 1.35] 1.05 [0.75: 1.3]
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I[Ipumeuanme: * — paznuuusi cratuctudecku 3HauuMbl npu p <0, 05, coriacHo
Manna-Yutau. [lanasie npeacrasiensl B Buae Me [Q1; Q3].

Note: * — the differences are statistically significant at p<0.05 according to the U-
Mann-Whitney criterion

Ta6auuma 2. CpaBHHTENTbHAs XapaKTEPUCTUKA TOKa3aTeNeld aJanTUBHOTO W
BPOXKJACHHOTO MMMYHHOTO OTBETa y TAIMEHTOB MpPH KIMHWYECKON aKTHUBaIlUU
ayTOMMMYHHOU nin nHpexmonHoi manudectaruu OBUH.

Table 2. Comparative characteristics of indicators of adaptive and innate immune
response in patients with clinical activation of autoimmune or infectious

manifestations of CVID.

[Toxa3zarenu AyTOMMMYHHBINA (DEHOTHUTT Nudexrmonnbii
: i dbeHoTuI
Indicators Autoimmune phenotype
Infectious
phenotype
CD3" (%) 88 [84; 91] 87 [82; 91]
CD3" (abs) 1.24.[0.95; 1.39] 1.17 [0.98; 1.44]
CD3"CD25" (%) 3.5[3.1;4.2] 35[2.1;5.2]
CD3*CD25" (abs) | 0.049
0.05 [0.039; 0.058] [0.031: 0.075]
CD3'HLA DR" (%) 10 [7; 14] 10 [7; 14]
CD3"HLA DR (abs) 0.15 [0.082; 0.19] 0.15 [0.1; 0.19]
CD3"CD4" (%) 39 [30; 53] 33 [27; 41]
CD3"CD4" (abs) 0.48 [0.38; 0.78] 0.43 [0.34; 0.69]
CD3"CD4"CD25(%)" | 2.4[1.8: 2.8] *2.8[2.1; 3.3]
CD3*CD4*CD25"(abs) | 0.032 [0.024: 0.04] 0.039 [0.028; 0.055]
CD3"CD4*CD25*Foxp3*
(%) 0.7 [0.6: 1] *1.05 [0.6; 2]
CD3*CD4*CD25'Foxp3" . .
(abs) 0.011 [0.0078; 0.014] OOo.(Z)é]S [0.0071;




10.46235/1028-7221-16690-TPO

CD3*CD8* (%) 39 [30; 59] 50 [42; 55]
CD3"CD8" (abs) 0.59 [0.39; 0.83] 0.63 [0.55; 0.8]
CD3'CD8*Gr (%) 30 [21; 46] 39.5 [23; 48]
CD3*CD8'Gr" (abs) 0.45 [0.29; 0.66] 0.53 [0.33; 0.66]
CD3CD19* (%) 2 [0; 4] 1.1[0; 8]
CD3'CD19" (abs) 0.018 [0; 0.061] 0.011 [0; 0.1]
IgA (1/n)
1A (g/h) 0.32 [0.2; 0.5] 0.31[0.16; 0.43]
IgM (r/n)
M@/ 0.56 [0.4; 0.75] 0.6 [0.4; 0.7]
IgG (1/n)
149G (gl 3.7 [1.68; 8.76] 4.58 [2; 6.88]
CD3'CD16" (%) 5 [3: 11] 6 [4; 8]
CD3'CD16 (abs) 0.063 [0.04; 0.15] 0.079 [0.055;0.12]
CD3'CD16'Gr* (%) 3[1: 8] 2 [1; 5]
CD3CD16Gr (abs) 0.042 [0.016; 0.11] ?6(_)3156; 0.067)
CD14* CD282" (%) 80 [74; 85] *61.5 [44; 72]
CD14" CD282" (abs) 0.26 [0.2; 0.35] *0.2 [0.13; 0.28]
CD14" CD284" (%) 35 [23; 56] 28.5 [18; 46]
CD14* CD284* (abs) 0.1 [0.075; 0.2] 0[5)5(9)5232 0161
CD14* CD289" (%) 9[7; 11] *3.1[2.1; 8]
CD14" CD289" (abs) 0.028 *0.012

[0.021; 0.038] [0.0073; 0.027]
CD14"HLA DR* (%) 84 [65; 90] *63.5 [50; 76]
CD14"HLADR™ (abs) | 114 [0.85; 1.32] *0.86 [0.6; 1.21]
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IIpumeuanne: * — pazauuus cTaTucTHYecKH 3HA4YuMEBI npu p <0, 05, coriracHo
2

Manna-Yuthu. [lannsie npeacrasiensl B Buae Me [Q1; Q3].

Note: * — the differences are statistically significant at p<0.05 according to the U-
Mann-Whitney criterion
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