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PEMOJAEJINPOBAHUE TPAHCH®OPMUPOBAHHOIO ®EHOTUNA
HEATPO®DUJIbHbLIX FPAHYJIOLUTOB CD16°'CD32'CD11B* NALLMUEHTOB
C HETUNMUYHO NPOTEKAIOLWEN XPOHUYECKOMU
BAKTEPUAJIbHOW UHDEKLUMEN B CUCTEME IN VITRO
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Hacrosmumu ncclieI0BaHUsIMHE ITOKa3aHOo, YTO MPEICTaBlIeHHe O (hYHKIIMOHAIBHOM COCTOSHHUM HEHTPOMUILHBIX IPaHYJI0-
mutoB (HI') moxkeT math onpezenenne GeHOTHIIA CYOIIOMyIamuoHHoro cocrasa HI' mpu olieHKe 0JTHOMOMEHTHOM 3KCIPECCUU
CD16, CD32, CD11b MeMOpaHHBEIX MapKEPOB C YUYETOM ILUIOTHOCTH DKCIIPECCUPYEMBIX MOJIEKYII. VI3MeHeHne (eHoTHIIa CyO-
nonyssinmid HI™ cBuaeTeIbCTBYeT 00 aKTUBHOM WM JIeheKTHOM BKIoueHH HI' B UMMYHHBIH OTBET MPH BOCTIAJICHUH. Pa3indyHbIe
HHIYIHUPYIOIMNE CTUMYJIBI DHI0- U DK30T€HHON MPpUPOasl akTUBHPYIOT HI 1 crTOCOOCTBYIOT TpaHCIOKAIIMU M3 IMTOILIa3Ma-
THYECKUX TPaHyJ ¥ BE3UKYJ WM SKCIPECCHUU Ha TIOBEPXHOCTHYIO IUTOIIA3MAaTHIECKYI0 MEMOPaHy PEIENTOPHBIX MOJICKYIL.
B cBsI3u ¢ 3TUM HHTEpEC MPECTABIIIO U3ydeHHe 0coOeHHOCTel akcnpeccuu penentopoB CD16, CD32, CD11b HI' y 601bpHBIX
C HETHUIIMYHO MPOTEKAIOIIMMHU OAKTePHAIBHBIMU HHMOEKIUIMU (XPOHUIESCKUM raiiMOPUTOM) U BO3MOYKHOCTH PEMOZICTMPOBAHIUS
¢enoruna HI' mox BnusaueM rmoko3amuHuamypamuagunentuaa (I'MIIT) u IFNy in vitro. O6beKTOM HCClIeI0BAHH
SIBUJIMCH 00pas3Iibl KPOBU OOJBHBIX XPOHUUECKHM TaliMOPHUTOM U YCIIOBHO-3IOPOBBIX JIKI. METOA0M MPOTOYHOMN IUTOMETPHUH
na CYTOMICS FC500 (Beckman Coulter, CIIIA) npoBommm orienky %HI, sxcripeccupyromux CD16, CD32, CD11b u unTeHCHB-
HocTH (hiryopecneHiun 3tux Mojiekys (MFI) mo u nocie uHKyOamuu ¢ ucciieIyeMbIMHU BelliecTBaMu. [IpoBeieHHbIe NCCIIeI0BAHHMS
HPOAEMOHCTPUPOBAIIH HAIMUME TpaHchopMUpoBaHHOro herotuna CD16%"CD32™CD11b™ cybnomymmu CD16'CD32°CD11b™HI
y manueHToB ¢ X1 yrmopHO-penuanBUpYIOIero TedeHus. [1okazaHo, 9To BEISIBIICHHBIE I3MEHEHHUS YPOBHS IKCIIPECCHU TPUTTEPHBIX
MeMOpPaHHBIX PELEeNTOPOB He 103BoisieT HI' MOTHOIEHHO BKITIOYHTBLCS B BOCHAIMTEIILHBIN MPOIece U peann3oBath 3hdeKkTopHbIe
U peryiasTopHbie GhyHKud. [IpogeMoHCTpUPOBaHA BEICOKAass MOOMIM3aMOHHAS CIIOCOOHOCTh n3y4yaeMblx HI' B oTHOIIEHUH

(YHKIMOHAIBPHO-3HAYMMBIX MEMOPAHHBIX PELENTOPOB NPH PEan3aliy Pa3IMIHbIX (DYHKIMH MO BO3ACHCTBUEM PETYIIATOPHBIX
monexyn I'M/IT u IFNy.
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IIpouecc pa3BUTHS IMMYHHOI'O OTBETAa OpraHu3-
Ma CONPOBOXKIAETCS IUHAMUYHBIMU N3MEHEHUSAMHU
CyONOmyJISIIIMOHHOIO COCTaBa UMMYHOKOMIIETEHT-
HBIX KJIETOK. B HacTosIiee Bpems IOKa3aHO, 4TO
CYIIECTBYIOT CyONOMYJISIIIMM HEUTPODMIBHBIX I'pa-
Hynonutos (HI'), ob6nanaromue peryisTopHbIMU
BIIMSTHUSIMH KaK aKTUBHPYIOLIEr0, MOAYJIUPYIOLIETO,
TaK M cymnpeccupymoimiero xapakrepa [1—4]. Ilna-
cruaHocTh HI™ 00ycnaBiuBaeT BeposTHOCTh U3MEHE-
HUA (PEeHOTUIHYECKUX OCOOCHHOCTEH MX Pa3IMYHBIX
CyOnomy LM MO/ BIUSIHUEM MPO- U IPOTHBOBOC-
HAJIUTENbHBIX IMTOKMHOB, XEeMOKHHOB, TOPMOHOB,
TOKCHMHOB, MUKPOOHBIX arpeccopoB u T.1. [5—10].
[Ipu 3TOM MHOKECTBO HETaTUBHBIX 3HII0- U 3K30-
TeHHBIX (PaKTOPOB MOTYT U3MEHATH HE TOJBKO (e-
HOTHUI, HO U cBoiicTBa cyonomynsiuii HI' n Hera-
TUBHO MEHSATh XapaKTep TEUEHUs MH()EKIUOHHO-
BOCTIaIMTENbHOTO Tporiecca [11—15]. Hopmammza-
s ¢pyHkuuonuposanus HI' Ha ¢one momgynsanuu
¢enoTHna BocnaauTenbHbIX cyonomymsiuid HI' mpu
HETUITUYHO MPOTEKAOIMNX UH(PEKIHOHHO-BOCIIA-
JUTENbHBIX 3a00JE€BAHUSX SIBISAETCS aKTyalbHOU
3amaueit. [Ipenonpenenser GpyHKIMOHATBHYTO TOJI-
HOIICHHOCTH U criocoOHoCcTh HI' BKITtOUaThes B (-
(deKTopHbBIE MEXaHU3MBl XapakTep HKCIPECCUU
GyHKIMOHAIBHO 3HA4YMMBIX Tpurrepos CDI16,
CD32,CDl11b.

Ieablo uccieq0BaHus ABISIIOCh U3YUEHUE
BO3MOXKHOCTH DPEMOJICTUPOBAHUS TpaHCHOpMU-
poBanHOrO (eHotumna cyomomysiiun CD16°CD32"
CD11b 'HI" moj BIUsiHEEM PETYISITOPHOTO TIETITH-
na — rmoko3amMuHmwMypammiaunentuaa (I'M/IIT)
u peryisroproro urokuHa [FNy in vitro y naruen-
TOB C BTOPMYHBIM MUMMYHOJE(DUIIMTOM, aCCOLUHPO-
BaHHBIM C HETUIIMYHO MPOTEKAIOIINUM XPOHUIECKHM
raiimoputom (XI'), ymopHO-peuuaANBUPYIOLIETO
TEUEHUS.

MATEPWAJIbl U METO/bI

B rpynny uccnenosanus Bouuu 10 nanueHToB
o6oero mona 38—60 et ¢ XI' B haze obocTpenwms.
[Ipu XT" ynopHO-penuaAMBUPYIOLIETO TEYEHHUS (dac-
TOTa PELMIUBOB JI0 4—6 paza B o), Hy KIAIOIIHecs
B aHTHOAKTEpHUAILHON Teparnuu He MeHee 4—6 pa3

IMMUNOLOGY. INFECTIOUS PATHOLOGY

B roJ. [Ipu sToM Hcnonb3oBaHre aHTHOAKTEPUATIB-
HOU Tepanuu He MpOQMIAKTUPYET MOCIETYIOINX
ob6octpenunit XI'. KOHTpOIbHYIO TPyIIy COCTABUIN
10 ycrnoBHO-37I0POBBIX TOOPOBOJBIIEB. Y BCEX Mall-
€HTOB OBLJIO MOJTy4eHO HH()OPMUPOBAHHOE COTJIACHE
Ha yJacTHe B MCCIIEIOBaHUU U 3a00p KPOBH COTJIac-
HO XeIbCUHKCKOW Aekiapaiuu BcemupHoil menn-
nuHcko# accormarmu (WMA Declaration of Helsin-
ki — Ethical Principles for Medical Research
Involving Human Subjects, 2013). OuenuBamu %HI,
skcnpeccupyronmx CD16, CD32, CD11b u uaTeH-
CHUBHOCTH (uryopectieHnuu 3tux moiiekyn (MFI)
MeTonoM nporoyHoil uromerpun Ha CYTOMICS
FC500 (Beckman Coulter, CIIIA) B kxpoBu 1 1o
BiausHueM in vitro TMIT u IFNy. Cy6nomyssiiu-
OHHBII cocraB HI' onpenernsics METoa0M MOCIEN0-
BaTEJIbHOIO FeUTHpOoBanus. [l uccienoBaHus B CH-
creme in vitro 6611 ucnonb3oBad [FNy (OO0 «MMm-
myHo(papm, Poccusi) B KOHEUHON KOHILIEHTpALlUU
1 MKr/™MI (BpeMst HHKYOaluu cOCTaBUIIO 1 yac mpu
temneparype 37 °C), a taxxe 'MIII (uucTsrii
nponykt I'M/III cunresuposan B ®PI'bYH MbX
nM. akagemMukos M.M. lHlemsxkuna u FO.A. OBuns-
nukoBa PAH, 3A0 «Ilentex», r. MockBa) B KOHEY-
HOM KOHIIEHTpanuu 1 MKr/mia (BpemMsi HHKyOauuu
coctaBuiio 1 gac mpu temneparype 37 °C). Ilpu
CTaTUCTHYECKOW 00pabOTKE MaHHBIX Pa3IMUHUs CUH-
TaJld CTaTUCTUYECKH 3HauuMbIiMu TipH p < 0,05. O6-
paboTka pe3yibTaToB IPOBOAUIIACH C UCIOIB30Ba-
HUEM IIaKeTa NPUKIAaIHbIX nporpamm «IBM SPSS
Statistic 20». MccnenoBanne o100peHO JIOKaTbHBIM
stuyeckuMm komuterom OGPI'BOY BO KyoI'MY
Mun3sapasa Poccun.

PE3YJIbTATbI

[Ipu ananuze ummyHodenorunupoBanus HI
OBLT BBISIBIICH (DaKT Pa3IMYHOTO pachpeieiacHus
HI" Ha rucrorpamMmax y 30pOBBIX JIFOACH U OOJTb-
HBIX XI', OIleHUBAIOMMX KIIETKH 110 ITOKAa3aTeIIsIM
cBetopaccesHust FS/SS, xotopeie oTpaxaroT Mopdo-
JIOTHYECKUE 0COOCHHOCTH JiehikonuToB, e FS (for-
ward scatter) — MasoyrJIoBoe cBeTopaccesiHue, SS
(side scatter) — cBeTopaccesiHue moja yriaom 90°.
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VY 310pOBBIX JIFOJEN HA THCTOIpPaMME OTMEYEHA
BBICOKasl JIOKAJIN3aIs 30HbI, XapaKTepHOH Jyisl Tpa-
nynorutoB (UP_GRA), B cpaBHEHHH C pacIioyioxe-
HHEM I'DaHyJOLMUTApHOTO obnaka y OonbHBIX XI
(LOW_GRA) (puc. 1a, b), a Takxe 0cCOOEHHOCTh
pacupenenenus HI' B aHamusupyeMmsbIX reurax
UP GRA u LOW_GRA (puc. Ic, d). Usmenenue
o6wema u iotHoct HI' y 6ombubIx XI™ B ocTpom
MepHOJIe BEPOSITHO COMPSIKEHO ¢ TpaHchopmanue
¢byHkunoHansHON HanpasieHHocTH HI'.

MynbTHumiekcHsil ananus peroruna CD16"
CD32°CDI11b'HI’, mpoBeeHHbIi Ipy MHOIO3TaIl-
HOM TeHTHUPOBAaHUU JIByXIapaMeTPUYECKUX TUCTO-
rpamMm, TO3BOJIMJ BBISIBUTH OCOOEHHOCTH OCHAIIIEH-
Hocty HI' m3ydyaeMbpiMu perientopamu.

VYcraHoBneHO, 9TO B nMepudepruyecKor KpoBU
310pOBBIX JUIl 1 00JbHBIX ¢ XI' 86,7—96,7% HI'

1023

FS

0 T T T T T T T T 1023

SS

a)
KoHTtponb /
Control group

Fs

ent UP_GRA KOHTposibHOro o6pa3sua (a), oTpaxaroLmii HacToTy
cobbITUIM 1 0cobeHHOCTK pacnpenenexus HIM /

Gate UP_GRA which reflects the frequency of events
and the features of the distribution of NG,
healthy controls

npezacTabiensl nonyasuuein CD16'CD32°CD11b"
C pa3IMYHBIM YPOBHEM IKCHPECCHH ITHX PEENTO-
poB (puc. 2).

B kxoHTponbpHOI Tpymme MmaxopHas cyOmno-
MYJISIIUSL XapaKTepu3yeTcs: Ooliee BBICOKUM OCHAIIIe-
HueM 1o MFI FcRyll, FcRyIll u Hu3kumM ocHamieHu-
em CR3 (CD16CD32"CD11b%™) o cpaBHenuro
¢ maxxopHo# cyonomyssiueir HI' y 6onpabix XI'.
B wactaoctn, npu XI" BeisiBniensr HI' ¢ deHoTHIIOM
CD16%"CD32™ICD11b™, neMOHCTpHpYIONIHE HHU3-
KyI0 OCHareHHOCTh 1o CD16, HemocTaTouHy 0 SKC-
npeccuro CD32 Ha ¢doHe BhIcOKOTO 3HaueHUsT MFI
CD11b, 4To mO3BOIIIIO BRISIBUTH HAPYIIEHUsT (PYHK-
IMOHATbHOM akTBHOCTH HI' — OTCyTCTBHE aKkTH-
BaIlM U aJICKBaTHOTO OTBETA MPHU 00OCTPEHUH XPO-
HUYECKOro 0aKkTepualbHOro mpolecca.

UP_GRA -

1023

FS

SS
b)
XpoHuyeckui raimopur /
Chronic sinusitis (CS) patients

e T

FsS

sSs
d)
leiit LOW_GRA 605bHbIx XI™ (6), OTpavkatoLumii HacToTy
co6bITMIA 1 0cOBeHHOCTU pacnpegenerus HIM /

Gate LOW_GRA which reflects the frequency of events
and the features of the distribution of NG,
patients with CS

Puc. 1. Oco6eHHOCTU pacrnpeseneHns NekoumMToB nepudepryeckoin KpoBM 340POBOIO KOHTPOIS
1 BONBHBIX XPOHNYECKUM raiiMOpUTOM B CTaann 060CTPEHUS /

Fig. 1. Features of the distribution of peripheral blood leukocytes in control group
and in patients with chronic sinusitis in the acute phase
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CO®-ECD

CD11-PCS

CD11b-PCS

a) b)
KoHTtpons / XpoHuYeckuii ranmMopuT /
Control group Chronic sinusitis(CS) patients

Puc. 2. TpexnapameTpuyeckas ructorpamma ocHaueHHoctn HI CD16, CD32, CD11b
Y 300POBOr0 KOHTPONS 1 60SIbHBIX XPOHNYECKMM FaiiMOPUTOM B CTaauu 060CTpeHNs /

Fig. 2. Three-parameter histogram of equipment NG with CD16, CD32, CD11b
in healthy controls and patients with chronic sinusitis in the acute phase
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Puc. 3. immyHoTponHele addektsl TMAN 1 IFNrHa deHoTmn cybnonynsumm
CD16°CD32"CD11b"HI in vitro mpu XpoOHMYeCcKoM rainmopure /

Fig. 3. Immunotropic effects of GMDP and IFNron NG subset
CD16°CD32°CD11b" phenotype in vitro in chronic sinusitis

B nensix BbIsiBIEHHS BO3MOKHOCTH MOIYJISILIUU
HEraTUBHO TPaHC(HOPMUPOBAHHOTO PELEHTOPHOTO
ocHarienust HI' mpu xpoHndeckom raiimopure Obiia
MpOBeJIeHa B CUCTEME in Vitro MHKyOAaIus elbHOMI
nepudepudecKoil KpoBH € PETYJISATOPHBIM NENTH-
JIOM — TJTFOKO3aMUHUJIMYPaMUJITUTIEITUIIOM U pe-
rynsiTopHbiM IuTokuHOM [FNY (puc. 3).

BrisBIIEHO UMMYHOMOAYIUPYIOIIEE BIUSHHE
I'MJII, nposiBasironieecs JOCTOBEPHBIM H3MEHE-
HUEM JKCIPECCUU PELeNTOPOB, 00ECTIEYNBAIOIITIX
a¢dexropubie cBoiicTBa HI'. OTMEUeHO TOBBITIIEHHE
ypoBHsi MeMOpaHHbiXx CD16 Ha (doHe cHuXKeHUs
MFI CD11b npu XTI" (CD16”CD32™!CD11b™*HI’)
(puc. 3), Toraa Kak B KOHTPOJIBHOM TpYIINEe UHKY-

IMMUNOLOGY. INFECTIOUS PATHOLOGY

Oanus ¢ peryasTOpHbIM MENTHAOM IpHBeNa K JI0-
cToBepHOMy yBenuueHuto 3HaueHus MFI CD11b
(CD16”CD32"CD11b"HI).

D¢ dexr [FNY 3axiogancs B BBIpaKEHHOM CHU-
xeanu MFI CD11b (B 3,9 pa3a) u gocToBepHOM
ymenbmeann MFI CD16 u MFI CD32 y 6GoibHBIX
XTI u nosBaeruem CD169"CD324"CD11b%™HT,
YTO, BEPOSITHO, WJUTFOCTPUPYET BKIKOYEHHUE PETYJIsA-
TOPHBIX MEXaHU3MOB, HAIIPABJICHHBIX HA PETPECCUIO
BOCTIAJIMTENBHON peakiu mpu odoctpennu XI.

SAKJIIOMEHUE

H3BecTHO, 4TO pa3BUTHE aIEKBATHOIO UMMYH-
HOTO OTBETa OpraHu3Ma Ha MHQEKIIMOHHBIE TIPOIIeC-
CBI COMPOBOXKIAETCSI MOIITHOM MOOWMJIM3AIMEH HEHT-
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POPUIBHBIX TPAHYJIOLUTOB. ITO OTHOCUTCS KaK K M3-
MeHeHHo abconoTHoro konmuyectsa HI', Tak u ux
CyOIOIMYJISIIMOHHOTO COCTaBa, a TAKXKE K MOSBICHUIO
Ha KJIETOUYHOM MOBEPXHOCTH OIpPEJIIEHHBIX peLer-
TOPHBIX MOJIEKYJI, 00€CIeYMBAIOIINX UX MOJHOLEH-
Hoe yHKnoHupoBanue [8, 9, 16, 17]. HI" moryt
MOBBIIIATH HKCIPECCUIO T€HOB MPOBOCTIATUTENBHBIX
IIUTOKWHOB, BOBJICKAEMbIX B pealn3aluio Garomm-
TapHOW (DYHKIIMH, a TaKKE€ OTBEYATh HAa BO3JICUCT-
BH€ TIPOBOCHAIUTEBHBIX IIUTOKUHOB MU epeHtu-
POBKOH, BbIpaXKarollehcs N3MEHEHUEM SKCIIPECCUU
peuenropos [18, 19].

[IpoBeneHHble UCCaEAOBAHUS JEMOHCTPUPY-
0T HaJu4yue TpaHC(HOPMUPOBAHHOIO (EeHOTHUNA
CD16“™CD32™CD11b™ cybnonymsuuu CD16"
CD32'CD11b'HI’ y manueHToB €O BTOPUYHBLIM
UMMYHOJE(PUIIMTOM aCCOIMMPOBAHHBIM C HETUITUYHO
npoTekaromuM X1 ynopHO-penuauBUPYIOILIETO Te-
yeHust. O4eBUIHO, YTO BBIIBIIEHHOE U3MEHEHHE YPOB-
Hs 3KCIIPECCUU TPUTTEPHBIX MEMOPAHHBIX PELEeNTO-
poB He no3BoJsieT HI' moNHOLEHHO BKIIOUUTHCS
B BOCHAJIMTENBHBIA MPOIECC U pean30BaTh 3P pek-
TOpHBIC U peryisTopHbie GyHkimu [20]. Panee Hamu
ObLI0 MOKa3aHo, uTo y 0obHBIX XI' B iepuoa 06ocT-
PEHUS OTMEYAETCSI HAPYIIEHHE SKCIPECCUU I'E€HOB
HEKOTOPBIX MPOBOCIATUTENbHBIX IUTOKUHOB. Tak,
y 3JI0POBBIX JIFOJIeH M 00NMbHBIX X[ TIpu MHAYKITUH
HI" B cucteme in vitro TM/IIT u IFNy npoucxoauio
JIOCTOBEPHOE YBEJIMYEHUE SKCIpecCHu reHoB [L-8,
IL-1B u TNFo oTHOCHTENHHO HEMHIYITUPOBAHHOTO
KOHTpous. IIpu 3TOM ypoBEeHb MHIYLHPOBAHHOU
HKCIIPECCUH T€HOB M3Y4aeMbIX IIUTOKWHOB ObUI 3HA-
YUTEIBHO HUXKE y 00abHBIX ¢ XI', 4eM COOTBETCT-
BYIOIIMY ITOKA3aTellb B KOHTPOJIBHOM Ipymre. Takoi
HEaJIeKBAaTHBIN OTBET SIBISETCS OJHOW U3 IPUUNH
XPOHM3ALMKN BOCHIAIUTEIHHOTO OAaKTEpUaIbHOIO
nportecca [18].

Takum 00pazom, mokazaHa BO3MO>KHOCTb PEMO-
JeTMPOBaHUsI HEraTUBHO TpaHC(HOPMUPOBAHHOTO
denoruna CD16“"CD32™CD11b"™ cybnomynsimu
CD16'CD32'CD11b" HI' ipu 3KCIIEpUMEHTAIIBHOM
BO3eHCTBUM peryistopHoro nentuna I'M/III u pe-
rynaropHoro rutokuHa IFNY B cucreme in vitro.
OtMmeueHa criocooHocTs HI' mox Bo3meiicTBHEM
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PEeryJISITOPHOTO MEeNTUAA U IUTOKUHA TIACTUYHO
MepecTpauBaThbCcsl U OTBEYATh M3MEHEHUEM HKC-
MPECCUU TEX WM MHBIX MEMOpaHHBIX MapKEPOB.
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REMODELING OF THE TRANSFORMED PHENOTYPE
OFCD16°'CD32'CD11B" NEUTROPHILIC GRANULOCYTES
OF PATIENTS WITH ATYPICAL CHRONIC BACTERIAL INFECTION IN VITRO

G.A. Chudilova', I.V. Nesterova'?, L.V. Lomtatidze',
S.V. Kovaleva', T.V. Rusinova'

'Kuban state medical University, Krasnodar, Russia
The Peoples’ Friendship University of Russia, Moscow, Russia

Abstract. The research has shown that the functional state of neutrophilic granulocytes (NG) is determined by the state
of NG subpopulation phenotype composition in evaluating the simultaneous expression of CD16, CD32, CD11b membrane
markers with considering the density of expressed molecules. The change in NG subpopulations phenotype indicates active or
defective inclusion of NG in the immune response in inflammation. Various inducers of endo- and exogenous nature activate
NG and promote translocation from cytoplasmic granules and vesicles or expression to the surface cytoplasmic membrane of
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receptor molecules. In this regard, our interest was in studying the expression peculiarities of CD16, CD32, CD11b NG
receptors in patients with atypically occurring bacterial infections (chronic sinusitis) and the possibility of remodeling the NG
phenotype under the influence of glucosaminylmuramyl dipeptide (GMDP) and IFNy in vitro. Subjects of this study were blood
samples of patients with chronic sinusitis and conditionally healthy individuals. Flow rate cytometry at CYTOMICS FC500
(Beckman Coulter, USA) was used to evaluate the % NGs expressing CD16, CD32, CD11b, and the fluorescence intensity of
these molecules (MFI) before and after incubation with the test substances. Flow cytometry (CYTOMICS FC500, Beckman
Coulter, USA) were used to evaluate amount (%) of NGs expressing CD16, CD32, CD11b and mean fluorescence intensity of
these molecules (MFI) before and after incubation with the test substances. The studies showed that in patients with chronic
sinusitis with persistent recurrent course the presence is characterized by transformed phenotype CD16%"CD32™¢CD11b" of
CD16°CD32°CD11b'NG subpopulation. We have shown that the revealed changes in the level of expression of trigger
membrane receptors do not allow NG to fully engage in inflammatory process and to realize its effector and regulatory
functions. Under the influence of GMDP and IFNy regulatory molecules was demonstrated high mobilization capacity of the
studied NGs for functionally significant membrane receptors in realization of various functions.

Key words: neutrophilic granulocytes, phenotype, subset, chronic sinusitis
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