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CYYACHI IOI'JIsIIN HA ETIONATOTEHE3 1
IMATOMOP®OJIOI'TSA TOJIIIO3HOT' O
PHUHOCHUHYCHUTY

VY crarTi mpeacTaBIeHHW AHAMITHYHHNA OIJIS JHTEpaTypHHX
JOKepelN, IOAO eTioNorii, maToreHesy 1 matoMopgomorii MoNino3HOro
puHOCHMHYCUTY. HaBeneHi AaHi mpo emieMioNoriro AaHOTO 3aXBOPIOBAHHS,
ioro kiacudikaii. [IpoBenenuii aHami3 iCHYHOUMX KOHLEMLIN BUHUKHCHHS
HOJIITIO3HOTO PUHOCHUHYCHTY, BKJIIOYAIOYHM TEOpii, BUCYHYTI OCTaHHBOIO

MIDKHApOJIHOI KOHCEHCYCHOW KoH(GepeHuieto European Position Paper on

Rhinosinusitis and Nasal Polyps -200lhencraineni pe3yabTaTi YUCEIbHUX
JIOCTI/DKCHb, MPUCBAYCHUX MOPQOJOTiYHUM 3MiHAM Yy CHiTelmianbHOMYy i
CTPOMaJIbHOMY KOMITOHEHTI Ha3albHUX HomimiB. OTxKe, MPOBEJCHNUH aHaIi3
JIiTepaTypu CBIAYUTH, IO HOJINO3HHI PHHOCHHYCHT CYTTEBO BiPI3HAECTHCS
BiZ iHIIMX (GOPM XPOHIYHOTO 3araleHHs 3a MaTOreHe30M, MOP(OJIOTiYHOIO
KapTHHOIO, KJIHIYHMM IepediroM, a TakKoX 3a XapaKTepoM BiAmoBimi
MICIIEBUX TKaHHH Ha XipypriuHe Ta MEAUKaMECHTO3HE JIIKyBaHHS.

KarodoBi ciioBa: TONINO3HUH pPHHOCHHYCHUT, €TiONATOIEHE3,
aToMopQoIoTis.

Poboma ¢ ¢paemenmom HIP «Po3pobka HOGUX MeOUUHUX
mexHoa02i 6 OlazHocmuyi ma JNiKY8AHHI NAMON02I 8EPXHIX OUXANbHUX
winsixie», Ne oepacpeecmpayii: 0111U006761.

[Tominmo3Huii PUHOCHHYCHUT SIBIISIE COOOI0 XpOHIUHE
3arajbHe 3aXBOPIOBAHHSI CIIM30BOI 00OJIOHKH TOPOKHIHHU HOCA 1
HaBKOJIOHOCOBHX Ma3yX, IO XapaKTePU3YEThCS YTBOPECHHSIM Ta

PEeLMIMBYIOUNIM

3pOCTaHHSIM

[IOJIIIIIB.

TTonino3uuit

PHHOCHHYCHT BIJIHOCHTBCS JI0 3aXBOPIOBAHb, MIOXO/KCHHS SIKUX

JOTENep He3 sCOBaHE, a JIKyBaHHS 4Yepe3 4YacTi PEIIHBIB
MarnoepexTrBHE. PermanBM  micHA XipypriyHOTO JIIKYBaHHS

TOJTIIIO3HOTO PUHOCHHYCHUTY AocsraioTh 60-80%.11pu mpomy y

20% xBOpHX PEIMINBH HA3aJBHOTO IOJIMO3Y PO3BHBAOTHCS

Bke uepe3 1 micarm micist oneparii, y 42% —aepes pik, a y 81%

—uepe3 2 poku [5,9,13,14, 27,36]

looBHUM cEMIITOMOM T1i€i (hOpMH PUHOCHHYCHUTY €
YTBOPCHHS MHOXXMHHHX CIIM30BHX TMOJIIIB, IO 3[aTHI 1O
HeCcTpUMHOro  pocty. OcTaHHI  NPEACTaBISIIOTH  COOOIO
PO3POCTaHHSI CITM30BOT OOOJIOHKM HAaBKOJIOHOCOBUX TMa3yX, SIKi
TOHKOI HDKKOIO TPOPOCTAIOTh Yepe3 iX MPHUPOJHI CHIBYCTS Y
HOCOBY IIOPOKHHHY, JI¢ OOTYpYHOTh CCepeIOHiil 1 3araibHUi
HOCOBI Xxoau. [Ipy 1bOMY MHOKWHHHUII IOJIIO3, SIK TPABHUIIO,
CBIUMTH IIPO 1X eTMOINabHe noxomkenns [16, 23, 27].

[Tpu oNino3HOMY PUHOCHHYCHUTI CYTTE€BO 3HIKYETHCS
SIKICTD JKUTTSI XBOpHX. Lle 0OyMOBIIEHO PIi3KUM YTpYIHEHHS, a
HEPIKO TIOBHOIO BiJICYTHICTIO HOCOBOTO IMXaHHS, Timo- abo
AHOCMI€I0, TIOCTIHHOIO PHHOPEEIO, BITUYTTSAM BaXXKOCTI abo
OoyieM B JUISIHKAX HABKOJIOHOCOBHX Ia3yX, CTAHOM XPOHIYHOT
MMOKCcil, YaCTUM TOJOBHUM OOJIEM, 3arajbHOK CJIA0KICTh Ta
UKo  ctomimoBanicTio  [10, 42]. 3rigHo  cydacHum
YSBJICHHSIM, HOCOBI IOJIIIM HE MAalOTh HIYOTO CHUIBHOTO 13
HOBOYTBOPCHHSIMH, XO4a BHACIIIIOK METAIUIa3ii CmiTeNio iCHye
MCBHA IMOBIPHICTh iX MajirHizamii. BoHU SBISFOTE 0000
MPOMDKHY JaHKy MDK TilepIuiasie€lo Cim30BOi OOOJOHKH Ta
CIpaBKHIM HOBOYTBOpeHHsM. [1, 16].

[TpoBeneni eI AEMIOIIOTTYHI Ta
JNOCTI/DKEHHS ~ CBimYaTh, 110  TOIIMPEHICTH

CTATUCTUYHI
ITOJIIITO3HOTO
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THE MODERN VIEW ON ETIOPATHOGENE-
SIS AND PATHOMORPHOLOGY OF
POLYPOID RHINOSINUSITIS

In article presented an analytical review of modiegrature
sources concemning the etiology, pathogenesis atfimorphology of
polypoid rhinosinusitis. There were presented thata dabout
epidemiology of the disease and its classificatidiiee analysis of
existing concepts of polypoid rhinosinusitis, imlthg the theory
advanced by the latest International consensugrenice of European
Position Paper on Rhinosinusitis and Nasal Pol@03-2vas conducted.
It were presented the results of numerous ressaafhorphological
changes at the epithelial and stromal componentasafl polyps. Thus,
conducted analysis of the literature shows, thtppil rhinosinusitis
significantly different from other forms of chronioflammation on
pathogenesis, morphological pattern, clinical @arsd on the response
of local tissues to surgical and medical treatment.

Key words: polypoid rhinosinusitis, etiopathogenesis,
pathomorphology.

The publication is part of SRW "Development of new
medical technologies in the diagnostics and treatnoé pathology
of the upper respiratory tract\e state registration 0111U006761.

Polypoid  rhinosinusitis is a  chronic
inflammatory disease of the mucosa of the nasatycav
and paranasal sinuses characterized by the formatio
and recidivate growth of polyps. Polypoid rhinositig
refers to diseases whose origin is still unclead an
treatment via frequent relapses is ineffective apsgs
after surgical treatment of polypoid rhinosinusigach
60-80%. Thus at 20% of patients relapses of nasal
polyposis develop within 1 month after surgery2fo
- through a year, and at 81% - through 2 year9,[23,

14, 27, 36].

The main symptom of this form of
rhinosinusitis is the formation of multiple mucosal
polyps that are able to unrestrained growth. They
represent the growths of mucosa of paranasal sinuse
that with fine leg germinate through their naturales
into the nasal cavity, where obdurate middle anal to
nasal passages. The multiple polyposis is usualiyals
about the ethmoidal their origin [16, 23, 27].

At polypoid rhinosinusitis  significantly
reduced the quality of life of patients. It is cadidy the
sharp difficulty and often by the complete lacknakal
breathing, by hypo- or anosmia, by constant rhiveay
feeling of heaviness or pain in areas of the sgusg
chronic hypoxia, by frequent headaches, general
weakness and fatigue [10, 42]. According to modern
concepts, nasal polyps have nothing have nothing
common with neoplasms, although due to metapldsia o
the epithelium there is a possibility of their
malignization. They are an intermediate link betwee
mucosal hyperplasia and real neoplasm. [1, 16].

Epidemiological and statistical studies show
that the prevalence of polypoid rhinosinusitis e t
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PUHOCHHYCHTY B 3arajbHill MOMyJSIi *KuUTemiB €Bpony CKiIamae
BiT 2% 510 4%. XBopi 13 MOMIMO3HIM PUHOCHHYCHUTOM CKJIAJIAFOTh
5% Bix 3arabHOI KUTHKOCTI TAIEHTIB, MO 3BEPTAIOTHCS O
OTOPUHOJIAPUHTOJIOTIB Ta 4% Bijl 3arajibHOI KUTHKOCTI TMAIliEHTIB,
sKi 3BepTAroThCs 10 aseprosoris [7,13,14,27,36]Pazom 3 M
ICHYIOTB 1HIIII JIaH1 PO Te, IO JaHE 3aXBOPFOBAHHS BHUSBILIETHCS Y
15-25%0TOpHUHOIAPUHTOJIOTTYHUX XBOpHX [16].

HazaspHi moninu yacTilie BUSBISIOTECS y 0CIO, 10
CTPaXIAOTh HA OpOHXIAIBHY acTMy 1 MArOTh IMiIBUILCHY
YyTIMBICTH 70 HECTEPOIIHUX MPOTU3AMAIBHUX Mpenaparis. Tak,
3a manmmu [26], TimepuyrmmBicTe mo acmipuny B 40-80%
BHUTIA]IKIB KOMOIHYETHCS 13 TIOJIMO3HAM PHUHOCHHYCHTOM.

[lomino3umif ~ PUHOCHHYCHT Yy  TOETHAHHI 13
OPOHXiaTBHOIO aCTMOIO 1 HEMEPEHOCUMICTIO aCHipHHY Ta IHIINX
HECTEpOIIHNX TPOTU3ANAIBHUX MPEHapariB € CHMIITOMaMu
acTMaTUYHOI a00 <«@cripuHoBOi» Tpiaam [12, 13, 15, 36].

B cyugacHii OTOpMHONAPHHIONOTIi ICHYE BEJIMKA
KUTBKICTh PI3HHUX KJIACU(IKAI[H MONIMO3HOTO PHHOCHHYCHTY. 3a
HOLIMPEHICTIO MOJIMO3HOrO MPOLECY B MOPOXKHUHI HOoca [21]
BUJIUIFOTH YOTHPH CTaAIl: | cTamist — cTidkuid qudy3HuA HaOpsIK
CIIM30BOi OOOJIOHKH B cepelHboMY HocoBomy xoui; Il cramis —
TOJIIY, 110 HE BUXOAATH 33 MEXI CEpPeHHOr0 HOCOBOTO XOJY,
Il cramist — mosiny, sSIKi BUXOAATH 32 MEXi CEPEeHHOTO HOCOBOTO
X0y, ab0 TIOMIMO3HI 3MiHM CIIM30BOI HAa MEialbHii TOBEpXHI
cepenHboi HOCOBOi pakoBuHH; |V cTamiss — mominu, 10
MPOPOCTAIOTh y 3arajibHui HocoBHH Xif. Cxoska Kiacudikaris
Oynma mnpuiiHiTa HEIOgaBHO Ha KoHceHncyci EPOS-2007
(European Position Paper on Rhinosinusitis and INRaigps)
[27]. TIpote, BOHA BuiIsIE JIMIIIE TPU CTAILlil, TOOTO MEpIIia CTais
HaOpsKy Y Hill BIICYTHSL.

3a NOIIMPEHICTIO YPaKeHHS HABKOJIOHOCOBHMX Ma3yX
[14, 15] BuninsroTe HAaCTYMHI CcTamii MOJIMO3HOrO mporecy: |
CTaJiisl — NPHUCTIHKOBI IOTOBIICHHS CIIM30BOI masyxu; |l cramis —
MOOTMHOKI TIOMTINK B TIOposkHUHI 1a3yxw; |l cramis — ypaxeHHs
masyxu Ha 2/3 i ob'emy; IV cramis — ToTalbHE ypaKEHHS
na3yxu.

Knacudikamis  [36] posminse momimua 3a X
JIOKai3aIli€lo: TMepiri — PO3BUBAIOTBHCSA 3 KINTHH TpaTdacToro
TabipUHTY, BEPXHBOIIEIEITHOT a00 KIMHOMOMIOHOT Ma3yX, ApyTi
— YTBODIOIOTbCS Ha JIaTepajibHIM CTIHII HOca, a TpeTi —
BUHHKAIOTh 13 CJIM30BOI, IO MOKPUBAE CEpEeNHill HOCOBMH Xil
a00 CepeTHIO 1 BEPXHIO HOCOBI PAKOBHHH.

KpiM wiIiHIYHHX, ICHYIOTH KJIIHIKO-MOP(QOJIOTIuHI
kiacu(ikamii TIOJIMO3HOTO PUHOCHHYCUTY. BIiANOBITHO 10
knacudikauii [18] B xoai po3BUTKY MOJIMH MPOXOISTH CIIOYATKY
HaOpsKOBY a00 3al03UCTO-KHUCTO3HY CTajifo, a IMoTiM —
¢ioposny. Ilpm mpoMy Ha JyMKy aBTOpa, 3aCTOCYBaHHS
TOIIYHUX KOPTHUKOCTEPOIMIB Ha TEPIiii CTaaii MOXKE BUKIUKATH
perpec momino3y, a Ha crazii (idpo3Horo moimina edexkTuBHE
JIMIIE XipyprivyHe JiKyBaHHS.

B 3anexHocti Bin KINTHHHOI i1HQLIBTpawii crpomy,
HOCOBI MOJIMH PO3AUISAIOTh Ha <«dH(EKUiiHI» (HEUTpOdiipHI) Ta
«asnepriuni» (eo3uHodinbHi). [Ipu bOMY €03UHOMIIBHI MOIMH
3ycrpivatotees B 85-90%Bumnakis, a Helitpodinbhi —B 10-15%
[2, 6, 33, 43].

SanporioHoBana [44] kinacudikaris BHIIAE HACTYIHI
PI3HOBUIIM TIOJIIO3Y HOCA: AHTPOXOAHAJBHI TIOJITH, BEJHKI
i3011b0BaHl (XOaHAJbHI) MOJIINM, XPOHIYHUM HE €03MHO(IILHO-
JIOMiHAHTHUH  TIOJITMO3HWHA  PUHOCHHYCHT, XPOHIYHUI
€03MHO(DITBHO-IOMIHAHTHUHA  TTOJIIMO3HANA  PUHOCHHYCHT —Ta
noJiny, acomifioBani 3i crnenupiuanMmu craHamu  (PpiOpo3Hi
KICTH, MaJIirHi3allis, TOILIO).

general population of inhabitants of Europe rariges

2% to 4%. Patients with polypoid rhinosinusitis
constitute 5% of the total number of patients tyily

to ENT and 4% of the total number of patients who
come to allergologists [7, 13, 14, 27, 36]. However
there are other data that the disease is foun#-25%

of ENT-patients [16].

Nasal polyps are often found in people who
suffer from asthma and have increased sensitiaity t
nonsteroidal anti-inflammatory drugs. Thus, aceaydi
to [25], hypersensitivity to aspirin at 40-80% efes is
combined with polypoid rhinosinusitis.

Polypoid rhinosinusitis combined  with
bronchial asthma and intolerance of aspirin aneroth
nonsteroidal anti-inflammatory drugs are symptorhs o
asthmatic or "aspirin” triad [12, 13, 15, 36].

In modern otorhinolaryngology there are many
different classifications of polypoid rhinosinusitiBy
the prevalence of polypoid process in the nasatycav
[21] is divided it into four stages: | stage - sémit
diffuse edema of mucosa in the middle nasal pasHage
stage - polyps that do not extend beyond the middle
nasal passage; lll stage - polyps that extend loetfan
middle nasal passage or polypoid changes in muafosa
the medial surface of middle turbinate; IV stagelyps
that germinate into the total nasal passage. Alaimi
classification recently has been adopted by comsens
EPOS-2007 (European Position Paper on Rhinosigusiti
and Nasal Polyps) [27]. However, it provides ohisee
stages without the first stage of edema.

By the prevalence of defeat of paranasal
sinuses there are the following stages of polypoid
process: | stage - thickening of sinus mucosataties -
single polyps in the cavity of sinus; Il stageefeht of
sinus in 2/3 of its volume; IV stage - total defebsinus
[14, 15].

Classification [36] divides polyps by their
location: the first - develop from the cells of retbid
labyrinth, maxillary or sphenoid sinus, the secoend
formed on the lateral wall of the nasal cavity dhel
third - arise from the mucosa that covers the reiddl
nasal passage and upper or middle turbinate.

Besides clinical, there are clinic-morphological
classifications of polypoid rhinosinusitis. Accordito
the classification [18] during the development psiyat
first pass edematous or glandular-cystic stagettserd-
fibrous. Thus, according to the author's opinibe, ise
of topical corticosteroids at the first stage canse to
the regression of polyposis and during fibrousestagy
surgical treatment is effective.

Depending on the cellular infiltration of
stroma, nasal polyps are divided into “infectious”
(neutrophilic) and "allergic" (eosinophilic). Eosphilic
polyps are found at 85-90% of all cases and nehitiop
—at 10-15% [2, 6, 33, 43].

Classification proposed by [44] identifies the
following types of nasal polyposis: antro-choanal
polyps, the large insolated (choanal) polyps, dbroaot
eosinophilic-dominant polypoid rhinosinusitis, chi®
eosinophilic-dominant  polypoid rhinosinusitis and
polyps associated with specific conditions (fibroydts,
malignancy, etc.).
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Hes3Bakatoun Ha BEIHMKY KiJBKICTh PI3HOCTOPOHHIX
JIOCITIPKeHb, 0 TETEPIlIHBLOrO Yacy HeMae €TUHOI JTyMKH IPO
€TI0JIOTIIO 1 TTATOTeHEe3 TMOJIITO3HOTO MPOIIECY B TIOPOKHUHI HOCa
Ta HaBKOJIOHOCOBMX Ta3yxax. ICHye Tpu Teopii, a came:
iH(eKiHO-aepriyHa, ayToiMyHHa 1 HeWpo-TpodiuHa, sKi y
CBITJII Cy4acHHUX YSIBJIEHb BB@KAIOTHCS JIOMIHYIOUMMHM I0JIO
BUHHKHCHHSI  [OJIMIO3HOTO  PUHOCHHYCHUTY. [IpUXUIBHUKA
iH(EKIIHHO-aIepriYHOi  KOHIICMIi BBaXKalOTh, IO HOCOBI
TOJIINKM BUHUKAFOTh BHACTIJIOK XPOHIYHOT'O 3aMajbHOTO MPOLIECY
i SIBIAIOTE COOOI0 TiNEPIUIACTMYHI PO3POCTaHHS  CIM30BOI
00OJIOHKH, 1110 PO3BUBAETHCS HA TJII XPOHIYHUX PHHOCHHYCHTIB
[2,3,4,38].

Ha nymxy [3], HemocrartHicTh MeXaHi3MiB, IO
OUMIIYIOTh CIIM30BY OOOJIOHKY BiJl TPOMYKTIB 3amajbHOT
anpTepanii CHpusie TEPCUCTEHINT 3amajieHHs 1 JIOKaJbHOMY
HaOPSKY 13 TIOAAIBIIAM PO3BUTKOM IMPOJTi(hepaTHBHOTO MPOIIECY
1 CKJIepo30M il CTpOMAaJbHOrO KOMIOHEHTy. CaMe Taki eTarHi
MOpQOJIOTiUHI 3MiHM pa3oM 13 HAOPSAKOBMM  IPOJIAIICOM
CIM30BOi, B sKOMY OO'€ZlHaHI MEXaHI3MHM 3alajbHOTO 1
JiM(aTHIHOTO HAOPSIKY, CIIPUSIIOTH PO3BUTKY MOJIIIIB.

B 3anexHocTi Big mnepeBakaHHS B ETIONATOreHE3i
MOJIINO3HOTO PUHOCHHYCUTY TOTO, UM IHIIIOTO TPOIECY, cami
TIOJIITKA MOXKYTh JIEIIO BiIPI3HATHCH. Tak, BOHH MOXYTh OyTH
HACTIIKOM XPOHIYHOTO THIMHOTO 3aItajieHHsl CIM30BO1 000JOHKH
KJIITHH TpaTdacToro JabipuHTy. SIK mpaBHUiIo — 1€ OTHOCTOPOHHI
TOJIIK, TICHS BHUOAJICHHS HECXWIbHI [0 PEIUIUBIB, TIpH
TICTOJIOTIYHOMY JOCHIPKEHHI B SIKUX CIIOCTEpiratoThest hiopo3Hi
3MiHK 13 HeHTpodinpHOI0 iHOUBTpamiero iX crpomu. Ilpu
3amajeHHi i3 aJepriyHuM KOMIIOHCHTOM HOCOBI MOJIIH, SK
npaBwio, OimarepaibHi, pPOCTYTh IMBHIINIC Ta  3aBXKIU
pelMIMBYIOTH  micis  BugaineHHs. [Ipu  ricTosoriuHOMY
JOCI/DKEHHI B HHUX BH3HAYA€THCS BHPAXKCHUNA HAOpSK 1
co3uHO(IbHA 1HQUIBTpAIiss CTpOMHU. Y BHIIAJKaX, KOJIU IO
JEPTivyHOTO 3arajeHHs TPHEAHYETHCA I W ayTOIMyHHHI
MPOIIEC TIONIIMKA OCOOJIMBO IMBHIKO PEIMIVBYIOTh. Ha T
HaOpsky Ta eo3uHO(DIBbHOI iH(IIBTpaIii y CTpoMi Takux
HOJHITHUX PO3POCTAHb BU3HAYAIOTECS O3HAKM ayroarpecii [8, 11,
27, 28, 33, 43].

BignoBimHo g0 ayToiMyHHOI Teopii TaroreHesy
MOJIINO3HOTO PUHOCUHYCUTY, BHACIIJIOK XPOHIYHOTO 3araJICHHS
CITM30Ba OOOJIOHKA cama HaOyBae BIIACTUBOCTCH aHTHICHY, JO
SIKOTO B OPTaHi3Mi yTBOPIOIOTHCS ayToaHTHTLIa. [{uroToKcmyna
Jisi IMyHHHX KOMIUICKCIB BHKJIHMKA€ TONAJBII JCCTPYKTHBHI
3MiHH y Hiit. [12, 39].

BaratodakTopHa Teopiss BHHHKHCHHS Ha3aJIbHUX
nouimie, BuciosieHa [17], mepenbavae, 10 I 1X PO3BHTKY
HEOOXiTHE TIOETHAHHS JBOX YMOB. IO-TIEpIIE — TIOPYIICHHS
010JIOTIYHHX TIPOLIECIB B OPTaHi3Mi Ta TO-IpyTre — BILTHB ITEBHUX
(akTopiB  30BHIHBOTO  cepemoBumma. Cepex  OCTaHHIX
BUIUIAIOT, HEiH(EKI[iHHI ajgepreHd (IMIKOBi, BHPOOHMYI,
JiKapchKi, TOWIO), iHeKLiiiHi areHTH (BipycH, Oaktepii, rpuoH)
Ta MexaHiuHi, (hi3ryHi 200 XiMIYHI TOIPA3HUKH.

Opnielo i3 HAMOLIBII — NEPEeKOHJIMBHX  TIiNOTE3
BUHUKHEHHS TIOJIIIIB Y HOCOBIH MOPOXKHUHI Ta HABKOJIOHOCOBHX
mazyxax € Teopis ellTeliaJbHOro pyOLIoBaHHS, abo Teopis
YTBOPEHHSI HOBUX 3aJ103. [IOMIKOMKEHHS CIITENiF0, BUKINKAHE
aIbTEpaIi€ro, 3arMalbHUM ~ HAOpsikoM 1 KIIITUHHOO
IHQIUTBTpAIIEI0 € IYCKOBUM MEXaHi3MOM Ui YTBOPCHHS
nonimiB. Came 1i 3MiHM TPU3BOJSITH JIO TPOJIATICY BIIACHOTO
mapy CIu30BOi, sKka BHOyxae udepe3 AeeKT eImiTeito.
OdeBuIHO, IO MPH AUCPETSHEPATOPHUX TIPOIecax, TOOTO KOJIU
eMiTelNiii He TIOBHICTIO 3aKpuBac AeeKT, GOpMyeThcs MO, B
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Despite the large number of versatile
researchers there is no consensus on the etioludly a
pathogenesis of polypoid process in the nasalycanit
paranasal sinuses. There are three theories:imfect
allergic, autoimmune and neuro-trophic, which ie th
light of modern concepts are dominant at the orajin
polypoid rhinosinusitis. Followers of infectiouseabic
concept believe that nasal polyps arise from chroni
inflammation and represent a hyperplastic overdgrowt
of mucosa that develops on the background of obroni
rhinosinusitis [2, 3, 4, 8].

According to opinion [3], the lack of
mechanisms that clean the mucosa from products of
inflammatory alteration contributes the persistenfe
inflammation and local edema with subsequent
development of proliferative process and sclerokits
stromal component. Such morphological changes with
hydropic prolapse of mucosa, in which united the
mechanisms of inflammatory and lymphatic edema,
promote the development of polyps.

Depending on the predominance at the
etiopathogenesis of polypoid rhinosinusitis such or
another process, polyps can be different. They beay
the result of chronic purulent inflammation of the
mucosa of cells of ethmoid labyrinth. Typically yrere
unilateral polyps after removing unprone to relapge
which during histological examination the fibrotic
changes with neutrophilic infiltration of their @tna are
determined. Nasal polyps at inflammation with giier
component are usually bilateral grow faster anchgbwy
relapse after removing. During histological exartiora
edema and eosinophilic infiltration of their stromue
determined. When the allergic inflammation acceding
with autoimmune process polyps relapse particularly
quickly. In the stromal component of such polypstan
background of edema and eosinophilic infiltratitwe t
signs of autoagression are determined [8, 11,2733,
43].

According to the autoimmune theory of the
pathogenesis of polypoid rhinosinusitis, due to the
chronic inflammation of the mucosa itself acquities
properties of an antigen to which antibodies arméal
in the organism. Cytotoxic action of immune compkex
cause further destructive changes in it [12, 39].

Multifactor theory of nasal polyps, presented
[20], suggests that for their development is nergdbe
combination of two conditions: for the first — diders
of biological processes in the organism and for the
second - the influence of some environmental factor
Among them are noninfectious allergens (pollen,
industrial, medical, etc.), infectious agents (s#s)
bacteria, fungi) and also mechanical, physical or
chemical stimulus.

One of the most compelling hypotheses of the
development of polyps in the nasal cavity and esain
sinuses is the theory of epithelial scarring ortitte®ry of
the formation of new glands. Damage to the epitheli
caused by alteration, inflammatory edema and eellul
infiltration is the starting mechanism for the fatiron of
polyps. These changes lead to prolapse of the ayan |
of mucosa that explodes through the epithelial alefe
Obviously, at disregenerative processes, when the
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MOJATIBIIIOMY Y CTPOMIi ITLOTO YTBOPEHHS (POPMYIOTHCS BIIACHi
3aJ103H, a TAKOK HOBI KPOBOHOCHI 1 JtiMparnuni cyausu [16, 35].
IIpu TicTOJNIOTIYHOMY JOCHI[DKEHHI Yy CTpPOMi MPEBAKHOI
OUTBHIIOCTI TIOJIIMIB BU3HAYAETHCS €O3WHO(UILHE 3aIaJieHHS,
MPUYUHAMY SIKOTO € abo IMiJBHINEHa MIrpallisi OCTaHHiX, a0o
MOIOBXKCHHS TEPMiHY IX KHTTSA, ab0 KOMOIHAmis IMX JBOX
YUHHUKIB. 3TiHO Cy4acHUM YSBJICHHsIM, eo3uHo(im OepyTsh
y4acTb B IMyHHHMX pEakUisiX TKaHMH Ha I1HBa3il0 BEJIUKHX
MiKpOOpraHi3miB abo mapasuris, o He darouutyroTecs [20, 28,
32]. B 38's13ky 3 1MM, JIOTIYHOIO BHUIJISIIAE€ IPUOKOBA TEOPIst
MaTOTeHe3y MOJIIO3HOTO PHHOCHHYCHUTY, CYTh SKOi TIOJISITae B
HacTyrmHOMY. T-miMQomuTH aKkTHBYIOTH €03WHOMIIHN,  SKi
MITPYIOTh y CEpPOMYKO3HHH CEKpeT, II0 IMOKPUBA€E ITOBEPXHIO
CM30B01 000JIOHKH. B 0CTaHHBOMY 3aBXKIIN MPHUCYTHI TPHOH, SIKi
MOTPAIUIIOTh TYAW B TIPOIIECI OYMINEHHS TMOBITpsi. BHacmimox
BUIUICHHS TOKCHYHHX OIIKIB, SIKI MICTIATECS B IIMTOILIA3MI
€03MHO(LIIB; OCHOBHOTO MPOTEiHY, €O3UHOPLIEHOTO KaTIOHHOTO
HpOTEiHy, €O03MHO(UILHOT MEPOKCHIAa3M Ta EO03HMHO(IIEHOTO
HEWPOTOKCHHY BiZIOYBA€THCS 3HMIICHHS TPUOKOBHX CJIEMCHTIB.
Bucoka KOHIICHTpallisi [UX TOKCHYHMX OUIKIB MiJBHIIYE
BYSI3KICTh MYLIMHOBOTO CEKPETy 1 TIOMIKOJDKYE CJIM30BY
00O0JIOHKY, BHUKJIMKAIOYM Y Hiil XpOHIYHE 3alaJieHHs Ta
3pocTanHs nouims [25,32,34].

MOoyIIMBO, IO came €03MHOMIIM BiIMOBIIANBHI 3a
TOPYIICHHA ~ CIMITeNiaJbHOI  apXITEKTOHIKM Ta  HaOpsK
CTIONYYHOTKAHMHHOT CTpoMH TomimiB. OCHOBHHM JTy)KHHI
MPOTEiH €03UHOMIIIB, OJOKYIOUM HATPIEBI HACOCH, BIUIMBAE HA
CJNICKTPOJIITHUM OOMiH B emitermonurax. lle BHKIHKae
JCCTPYKTHBHI 3MiHU B CHITCIIAIBHAX KIIITHHAX, TIPU3BOIUTH JI0
PO3BHUTKY IHTEpCTHLIAJIFHOTO HaOpsKy Yy BJAacHOMY Iuapi
CITM30BOi OOOJIOHKH, IO TAKOX CIPUSIE PO3BUTKY 1 3pOCTaHHIO
nonimis [28, 32].

V BiANOBIHOCTI 3 pe3yibTaTaMy pOOOTH MIXKHAPOIHOT

KOHCeHCycHOI koHpepeniii EPOS-2007 (European Position

Paper on Rhinosinusitis and Nasal Polypshiinosuuii
PHHOCHHYCHT BH3HAYAETHCSA SK XPOHIYHE MPOAYKTUBHE TX-2-
3aJieKHe  €03MHO(MUIbHE 3alayJieHHs, 10 IPHU3BOIUTH 0
PEMOJICITIOBAHHS CIIM30BOi 0OOJIOHKH, i HAOPSKY 13 TIOAATBIITAM
IPOJIANCOM i (pOPMyBaHHIM HOCOBHUX MOJIIIB [27].

IMpo HezanexxHMH XapakTep 3amalbHOIO IIPOLECY
BKa3ylOTh, SIK 3MiHH y CUCTEMHOMY Ta MICIIEBOMY IMyHiTeTi y
XBOPUX HA TOJIMO3HUI DPUHOCHHYCHUT, TaK 1 MpPCBAJTIOBAHHS
OPOIYKLIi CIIEKTPY HEe3aNeKHUX Mpo3ananbHux uuTtokiuis (1J1-4,
UI-5, IUI-13 Ta in.). Came ocTaHHi 0OYMOBIIOIOTh MEPEBAKHO
eosnHOUIbHKIT Ta |QE=anexHuit  XapakTep XpOHIYHOTO
3aMaJieHHsT y CIIM30BiH  OOOJIOHII TMOPOXHWHM HOcCa Ta
HABKOJIOHOCOBUX Ta3dyX. B iMyHONaToreHe3i IOJINO3HOTO
PUHOCHHYCHUTY TIOMITHa pOJIb HAJISKUTh (QYHKITIOHATBHIN
aktuBHOCTI CD4+TX-2 cybmomyssimii T- mimdorurie. Takwmit
PI3HOBH] 3alIAJTLHOTO IIPOIIECY 3aKOHOMIPHO TPHU3BOIWTEH, IIO-
mnepiie, 10 rineprpoayKuii nposananbHux nutokidie (PHO-a —
GbakTop Hekposy myxmuHH-anbéa, 1JI-1, UI-5, UI-8. 1JI-13),
eo3uHOGUIbHNX (akTopiB 3ananeHHs, paktopiB pocty (TGF —
Transforming Growth Factor),baktopie  aHriorenesy Ta
HCOAHTIOreHe3y, JEIKAX XEMOKIHIB, MOJICKYJ KIITHHHOI aare3il
(ICAM-1 — Inter-Cellular Adhesion Molecule -1, VOAL —
Vascular-Cell Adhesion Molecule-1,deseruny, Pcenexruny),
a, TIo-ZIpyTe, 10 aKTHBAIli IMyHOKOMITETEHTHUX KJITHH Ta JI0 iX
aKTHBHOI y4JacTi y (hopMyBaHHI 3alaJIeHHS Y CIIU30Bii 000JIOHIT
[27,31, 34,38, 40,41].

3a pesyapratamu jgociimkens [6, 22, 28, 39, 40]
MoKa3aHa yJacTh Yy IUX MpOIecax aKTHBOBAHUX T-TiMQOIHMTIB

epithelium closes the defect is not completely fuitim
polyp. Further in the stroma of this formation vgiim its
own glands and also new blood and lymphatic vessels
[16, 35]. At histological examination in the strorof
most polyps the eosinophilic inflammation is defard,
caused by increased migration of them or extension
their life or a combination of these two factorscérding

to modern concepts, eosinophils are involved into
immune reactions of tissues on the invasion ofelarg
microorganisms or parasites that can not be phaagezy
[20, 28, 32]. That is why the fungal theory of
pathogenesis of polypoid rhinosinusitis looks latiyc

the essence of which in the follow. T-cells actvat
eosinophils that migrate into seromucosal secraet th
covers the surface of the mucosa. Fungi alwaysiprées

it that get there during the process of air clegridue to
the secretion of toxic proteins that are found he t
cytoplasm of eosinophils: basic protein, eosindaphil
cationic protein, eosinophilic peroxidase and exiilic
neurotoxin fungal cells are destroyed. High conetinh

of these toxic proteins increases the viscositsnoous
secret and damages mucosa, causing the chronic
inflammation in it and growth of polyps [34, 35].36

It is possible that eosinophils are responsible for
the violating of epithelial architectonics and tlee edema
of connective tissue in the stroma of polyps. Basic
alkaline protein of eosinophils by the blockingnafrium
pumps affects on electrolyte metabolism of efithe
cells. It causes the destructive changes at thbebpi
cells and leads to the development of intersétifdma at
the own layer of mucosa that also promotes the
development and growth of polyps [28, 32].

In accordance with the results of an international
consensus conference EPOS-2007 (European Position
Paper on Rhinosinusitis and Nasal Polyps), polypoid
rhinosinusitis is defined as chronic productive ZFh-
dependent eosinophilic infammation that leads to
remodeling of mucosa, its edema with subsequent
prolapse and the formation of nasal polyps [27].

On the independent character of the
inflammatory process indicate the changes at system
and local immunity in patients with polypoid
rhinosinusitis and prevalence of the productiomamige
independent proinflammatory cytokines (IL-4, ILiG;
13 et al.). They cause predominantly eosinophiid a
IgE-dependent nature of chronic inflammation in asac
of the nasal cavity and paranasal sinuses. At
immunopathogenesis  of  polypoid  rhinosinusitis
noticeable role belongs to the functional activify
CD4+Th-2 subpopulations of T-lymphocytes. This kind
of inflammatory process leads firsty to the
hyperproduction of proinflammatory cytokines (TNFa
tumor necrosis factor-alpha, IL-1, IL-5, IL-8. I3}
eosinophilic inflammatory factors, growth factor&F —
Transforming Growth Factor), factors of angiogemesi
and neoangiogenesis, some chemokines, cell adhesion
molecules (ICAM-1 — inter-cellular adhesion molecul
1, VCAM-1 — vascular-cell adhesion molecule-1, E-se
lectin, P-selectin), and secondly to the activatbrim-
mune cells and their active participation in theration
of inflammation in the mucosa [27,31,34,38,40,41].

By results of researches [6,22,26,39,40] it was
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(CD3+, CDA4+), mnarypaldbHHX KiLUIEpiB, aKTHBOBaHHX
eosudodinie (CD34+iitun), B-mimdouurie (CD20+ximiTuH),
IUIA3MATHYHUX KJITHH, JaOpONWTIB Ta 1HIIMX KIITHHHUX
eleMeHTiB, ski  wmicTiate  IgE-penenropu. KonmeHtparis
KJIFOYOBOTO IMTOKIHA, BIAMOBINAJILHOIO 3a aKTHBAID Ta
KyMYJISIII0 €03MHO(LUIIB y BOTHHMIII 3amayieHHs, a came - IJI-5, a
TaKOX pELENTOpiB J0 HBOro, y XBOPUX HA IOJINO3HUH
pusocunycut y 1200pa3is nepesuiiye Hopmy [29].

OCKUIbKM TIOJIIO3HUH PUHOCHHYCHUT JIOCHTH 4acTo
KOMOIHYETBCS 13 OPOHXIaJBHOK aCTMOIO Ta 13 HETICPSHOCHMICTIO
HECTEPOiTHNX MPOTHU3AMAIBHAX MPErapariB, TOOTO € CKIIaI0BOIO
YACTHUHOIO  «@CTIPUHOBOI» Tpiajd, TO B OCTaHHI POKH
IHTCHCUBHO BHBYAETHCS 1€ OJMH MATOrCHETHYHUH MeEXaHi3M
Horo BHUHWKHEHHsS, a caMe TIOpYIIEHHS MeTabomi3My
apaxilOHOBOI KHCIIOTH. Y <QCHIPHH-YYTIMBUX TMAIliEHTIB»
METa0oJi3M  apaxiZIoHOBOi KHCIIOTH BiIOyBaeThcs HE 3a
[UKIOOKCUI'€HAa3HUM  [IIAXOM, a 3a aJbTCPHATUBHUM —
JHIOKCUTCHA3HUM 13 TIOCWJICHOK MPOIYKIIEK JCHKOTPIEHIB 1
npoctarianauHiB. OcCTaHHI  BITHOCATBCS 10  CIMEHCTBa
HEHACHYCHUX JKMPHHUX KHCJIOT, SIKi 3@ CBOEIO MPO3AMalibHOIO
AKTHUBHICTIO B pa3d IepeBaKaroTh TictamiH. HectepoimHi
MPOTH3ANaIbHI MpEenapaTd MICTATECS B 0araTboX MPOJYKTaX,
JMEAKAX Xap4yoBHX OapBHUKAX 1 KOHCEPBAHTAX Ta IIOCTIHHO
HOTPAIUISIOTh B OpPraHi3M XBOPHX, [ BUKIMKAIOTH PELMIUBU
€03MHO(DUIFHOTO 3amlajieHHs] B CIM30Bi  00OJOHINI HOCOBOT
MOPOKHUHK 1 HABKOJOHOCOBHUX TIa3yX Ta OOYMOBIIIOIOTh
3pOCTaHHs «acTipuHiHIyKOBaHHX» TofimiB [5, 14, 13, 15, 16].

OTxe, peICTaBIICHI IaHi II0I0 MATOTeHE3y Ha3aIbHUX
HOJIMIB CBiAYaTh MpPO OaraTorpaHHICTh LBOrO MATOJIOTIYHOTO
nporiecy. OdYeBHIHO, IO TOJIMO3HUIM IpoLeC B HOCOBIH
MOPOXKHHHI 1 HABKOJIOHOCOBHX T1a3yXax sBJsiE COO0I0 HACIIIOK
NPOJYKTUBHOTO 3allalicHHs, SKWAH BHUHHUKAE B PE3yJbTati
IMyHOIIATOJIOTIYHMX ~ 3MiH TIPM  XPOHIYHMX  iHQEKIIHHO-
IEPTiYHIX PHHOCHHYCHTAX.

HazampHi TIONINMA TIOKPHUTI  TIOJTIMOPGHUM  STTITETiEM,
SKHA ~ MOXe Oyt  OararomapoBuM  IUJTHHIPUYHUM,
NPU3MATHIHAM 200  OararopsmHuM i3 TNepeBOKaHHAM
MUTOTJINBUX, KEIUXOMOMIOHNX a00 HaBiTh MIKpOBOPCHHYATHX
emiremonuTiB. B emitenii MoXyTh (opMyBaTHCh JTBOKOHTYpHI
CTPYKTYpH i3 HIBKOMU(EPCHIIIOBAHIMH ~ BCTABHHMU
KJIITHHAMH, PO3TAILIOBAHUMHM HOpsi] i3 0a3anbHOI0 MeMOpaHOIO
Ta TNPU3MATHYHUMH CIITETIONUTAMH B HOTO  amiKalbHUX
BiiIaX. [HOJI Ha TOBEPXHI «CTApUX» MOJIIB BH3HAYAETHCS
OararomiapoBuii IUIOCKHIT a0 mepexigHU{ —emiTernid, o
CBIIUUTH MpO Horo Mmerarmnia3ito. OCTaHHS BHHUKAE BHACITIIOK
TPUBAJIOTO TOJPA3HEHHS EIMITENIABHOTO TIOKPOBY  IMOJIiIa
PI3HIMU 30BHIIIHIMY YUHHUKaMH. B MeTarazoBaHoMy emiTenii
THOZI 3yCTPIYarOThCs JUISTHKH TUCTDIA3IT Ta 30BCIM PiZIKO — 30HU
inBeproBanoi maminomu. [13, 14, 19, 22, 24, 27, 45].

CTpoma Ha3aJbHUX TIOJIIB TMPEICTABICHA HAOPSIKIION0
CIIOJTYYHOIO TKAHWHOIO, B SIKil BU3HAYAKOTHCS AlIMHYCH 1 BUBIIHI
MPOTOKM CEPOMYKO3HMX 3aJ103, KPOBOHOCHI MIKpPOCYAMHH Ta
MOO/IMHOKI HEpBOBI TepMiHa. B okpemux ii JoKycax MOXyTh
3ycTpidaTHCh BOTHHIIA aHriomarody, ¢ioposdy, rianiHosy,
remMopariif, a TakoX AUITHKU TilepIuia30BaHUX abo KiCTO3HO-
pO3MIMPEHNX 3aJl03. BHACTIIOK PpO3XO/PKEHHS Ta PO3PHBY
PETUKY/SIPHUX  BOJIOKOH Yy  CTPOMi  TIONIMB ~ MOXYTh
YTBOPIOBATHCh JIaKYHHM, 3aloBHEHi TpaHccymaroMm. Ilopsin 3
HUMH BHU3HAYAIOTHCS pO3MHpeHi JiMpaTmdaai cyauHu. Lle
CBITYHTH TIPO HEOCTATHICTH JIM(OOOIry B TIOJINAx Ta JO3BOJISIE
TIPUITYCTHUTH, IO HaOpSK iX CTPOMHU MOB'SI3aHHWN HE TIIBKH 3
SBUIIAMHU 3alJieHHs, ajne W 13 JjiMdocTtazom. Ilo wipi
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shown the participation at these processes ofadetivl -
lymphocytes (CD3+cells, CD4+cells), natural Kkillers
activated eosinophils (SD34+cells), B-lymphocytes
(SD20+cells), plasma cells, mastocytes and otHietaze
elements which contain IgE-receptors. Concentration
key cytokine responsible for activating and cuniohadf
eosinophils in the inflammatory focus — IL-5 andaal
receptors for it in patients with polypoid rhinassitis —
1200 times higher than normal [29].

As the polypoid rhinosinusitis often combined
with bronchial asthma and intolerance of non-stizdoi
anti-inflammatory drugs that it is a component of
"aspirin” triad that is why in recent years inteesy
studied another pathogenic mechanism of its oaocere
— disorders of metabolism of arachidonic acid. In
"aspirin-sensitive patients" metabolism of arachido
acid occurs not by cyclooxygenase way, by the
alternative — lipooxygenase way with increased
production of leukotrienes and prostaglandins. They
belong to the family of unsaturated fatty acidsclibby
their proinflammatory activity in times dominated
histamine. Nonsteroidal anti-inflammatory drugs are
contained in many foods, some food coloring and
preservatives and always get into the patientarosgn
where cause relapses of eosinophilic inflammaition
mucosa of the nasal cavity and paranasal sinusks an
cause the growth of "aspirin-induced" polyps [5, 12,

15, 16].

Thus, presented data about the pathogenesis of
nasal polyps demonstrate the diversity of this
pathological process. Obvious that the polypoictgss
in the nasal cavity and paranasal sinuses is tudt i&f
productive inflammation that occurs as a result of
immunopathological changes at chronic infectious-
allergic rhinosinusitis.

Nasal polyps are covered with polymorphic
epithelium, which may be multilayered cylindrical,
prismatic or multirowed with prevalence of ciliated
goblet or microvillous epithelial cells. On the taplium
may be formed double structure with low-differetetih
intercalated cells located near the basal membmade
prismatic epithelial cells in the apical parts df i
Sometimes on the surface of the "old" polyps ddfine
multilayered squamous or transitional epithelium,
indicating about its metaplasia. Metaplasia is edusy
the prolonged stimulation of epithelium of polyp by
various external factors. At epithelium with metegi
sometimes there are areas of dysplasia and albgohrte
— zones of inverted papilloma [12,14,19,22,24,37,45

Stroma of nasal polyps presented by
edematous connective tissue where define acinasks a
excretory ducts of seromucous glands, blood
microvessels and single neural terminals. In sase i
locuses may meet focuses of angiomatosis, fibrosis,
hyalinosis, hemorrhages and areas of hyperplastic o
cystic-extended glands. Due to the gap of retididars
in the stroma of polyps may form lacunas filledhwit
transudate. Beside the extended lymphatic vessels a
determined. This indicates about the insufficiendy
lymph circulation in polyps and suggests that thenea
of their stroma is associated not only with inflaation,
but also with lymphostasis. In process of the gnoaft
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301IBIIEHHST PO3MIPIB TOJIITIB B HUX 3MEHIYEThCST BUPAKEHICTh
3aMaJibHOT  peakilii, MpoTe 30UTBIIYEThCSI HAOpSK, SBUINA
miMdocrazy 1 CKIepo3y CTPOMH, a TaKOX MeTaruiasii emiTesnio
[13, 14, 18, 27, 45].

Y  HaOpsxmid  CHONMyYHId ~ TKaHWHI  TIOJINA
BU3Ha4alOThCsl (iOpobnacTr, 1m0 (OpMYyIOTH HOro OMOpHHUH
KapKac, a TaKkoX BHpaXKeHa JICHKOLMTapHa IH(UIBTpaLis, sKa

HOCHTh TICPUBACKYJISAPHUI, NCPUTTAHIYIIPHUA, a I1HOII
mudy3Hnii  xapakrtep. OCHOBY  KIITHMHHUX  1H(QUIBTpaTiB
CKJIaIal0Th CETMEHTOSIICPHI JICUKOITUTH, JM(OLIUTH,

IUIa3MaTW4Hi  KITHHU, Makpodarn Ta eo3mHodpima. Came
OCTaHHI € JOMIHYIOUMMH 3allaJIbHAIMH KIITHHAMH Yy CTPOMi
HOCOBHX IIOJIIIB, OCOOJIMBO TIPH «aCIipHHOBIN» Tpiaxi [6, 18,
22, 28, 33, 37].

B 3amexHOCTI BiJl BUPaKEHOCTI TOTO YH IHIIIOTO
KOMITOHEHTa KpiM  3BHYaWHUX  CIIM30BUX  PO3PI3HAIOTH:
aJICHOMATO3Hi, 3aJI03UCTO-KUCTO3HI, MIKCOMATO3Hi,
AHTIOMATO3HI TOJIIH, a TAKOX MEPEXiTHO-KIITHHHI Ta TMOJIIH,
IO emjepMi3yloThes. B cTpoMi aJeHOMaTO3HOTO TOJIITY
BU3HAYAEThCSl TiNepIUIasis alMHyCIB 1 BUBIJHUX HPOTOKIB
CEPOMYKO3HHX 3aJ103. 3aJI03UCTO-KUCTO3HHUM IO SIBJISIE COO0I0
PI3HOBHJI aJICHOMATO3HOTO TIOJIIITy, CTPOMA SIKOTO MICTHTh OJHY
abo JeKiIbKa TOPOXKHHUH, PO3IIUPEHUX MYKO3HHUM TIPOAYKTOM
cekperrii. MiKCOMaTO3HUHM TMOJIN — Iie M’ SIKe HaIliBIpPO30pe
YTBOPEHHS, IO MICTATh BEJHMKY KUTBKICTh CIHM3Y. Y BHITQJIKaX,
KOJIM CTpOMa TIOJIina OCOONHMBO IHTEHCHBHO BacKYJISIPH30BaHA,
fioro KiaacuQikyroTh sk anriomarosuuii [1, 20].

IIpoBeneHi iIMyHOTICTOXIMIYHI JTOCHIKEHHS CBiT4aTh, 110
B HA3IbHUX MOJIINAX CIIOCTEPIracThesi BUCOKUH PIBEHb EKCIIpecii
VEGF (Vascular Endothelial Growth Factor) crermdiunoro
(bakropy pocty eHpoTeniatpHIX KiiTiH [31, 38, 41]Omxe, B X0mi
POCTy MOJIIO3HOTO PO3POCTAHHS TOCTYIIOBO (hOPMYETHCS HOTO
NICBHUI aHTIOTCHHUM TIOTCHINAN, SIKUWA pEali3yeThesl depes
CeKpeIlifo aHrioreHHnx (hakTopiB Hacammepen takux, sk VEGF.
OueBHHO, IO CaMe 3aBISIKA IOMY B CTPOMI IIOJIIa
BiIOYBaIOTHCS MPOLIECH HEOBACKYIISPH3ALTiL.

polyps the expression of the inflammatory reaction
them decreases but increase edema, lymphostasis and
sclerosis of their stroma and epithelial metaplfkia

14, 18, 27, 45].

In edematous connective tissue of polyp
fibroblasts which form its skeleton are determimaed
also expressed leukocytic infiltration which has
perivascular, periglandular and sometimes diffuse
nature. The basis of cellular infiltrates make up
segmented leukocytes, lymphocytes, plasmocytes,
macrophages and eosinophils. Eosinophils are the
dominating inflammatory cells in the stroma of hasa
polyps, especially at "aspirin” triad [6, 18, 28, 33,
37].

Depending on the expression this or that
component in addition to the usual mucous distsived:
adenomatous, glandular-cystic, myxomatous,
angiomatous polyps, also transitional-cell and polyith
epidermization. In the stroma of adenomatous pdlyps
hyperplasia of acinuses and excretory ducts of
seromucous glands is determined. Glandular-cystipp
is a type of adenomatous polyp which stroma casitain
one or more cavities extended by the mucosal ptaduc
secretion. Myxomatous polyp is soft translucent
formation which contain much mucus. In cases when
stroma is especially intensely vascularized, dassified
as angiomatous polyp [1, 20].

Conducted immunohistochemical researches
indicate that nasal polyps have high level of esgiom:
of VEGF (Vascular Endothelial Growth Factor) —
specific factor of the growth of endothelial c§84, 38,

41]. Thus, during of the growth of polyp gradually
formed its angiogenic potential realized by theretémn

of angiogenic factors especially such as VEGF.
Obviously, that is why in the stroma of polyp octhe
processes of neovascularization.

D00 ~

COPEns

[IpoBeneHUt aHANITHYHUN OTJAN JIITEPAaTypHHUX
IDKEpell J03BOJIE 3pOOMTH BHCHOBOK, IO HE3Ba)KAIOYM Ha
BEIIMKY  KUIBKICTh  PI3HOCTOPOHHIX  JOCHI/DKEHB, IO
TEMEPINIHROTO Yacy HEMae €JIWHOI TyMKH IMPO ETIONOrito i
MaTOreHe3 IMOJIIIMO3HOTO PUHOCUHYCUTY. [Ipn koMY cydacHi
JOOCIIDKEHHS.  JOCTaTHbO IIEPEKOHJIMBO  JOBOIATH, IO
HOJIIIIO3HUIT PUHOCHHYCHUT CYTTEBO BiJPI3HSETHCS BiJ 1HIIMX
(opM XpOHIYHOTO 3amajJeHHs HE TIIBKH 3a IAaTOI'CHE30M,
MOPQOJIOTIUHOI0 KapTHUHOIO 1 KITHIYHUM Iepebdirom, aje it 3a
XapaKTepoM BIAINOBIJl MICHEBMX TKaHHH Ha Xipypriuyse Ta
MeJIMKaMEHTO3HE JIIKyBaHHS.

Ilepcnexkmusu nooanvuiux 0ocniodncens. Tooanvwi
docniddcennss  emionozii, namoeenesy i NAMOMOPono2ii  NoNNO3HO20
PUHOCUHYCUMY 0036015iMb  BUPOOUMU OLIbW eheKmUBHi cxemu NiKY8aAHHS
0aH020 3aX60PIOBAHHS.

.

So, conducted an analytical review of the
literature sources allows to conclude that despite
many versatile researches now there is no consensus
on the etiology and pathogenesis of polypoid
rhinosinusitis. Modern researches convincingly
enough demonstrate that polypoid rhinosinusitis is
significantly different from other forms of chronic
inflammation not only for the pathogenesis,
morphological pattern and clinical course, but also
the nature of response of local tissues to surginéll
medical treatment.

Prospects of further researchiurther researches of
etiology, pathogenesis and pathomorphology of mitip
rhinosinusitis will allow to develop more effectisehemes of
treatment of this disease
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COBPEMEHHBIE B3I'JIs11bl HA DTUOIMATOI'EHE3 H TATOMOP®OJIOT 1O IMOJIUMITO3HOT'O PUHOCUHYCHUTA
I'aciox 10.A.

B crarbe NpeACTaBICH aHAIMTHYECKHH 0030p COBPEMEHHBIX JIUTEPATYpPHbIX HCTOYHHKOB OTHOCHTEIBHO OTHOJOTHH, IIaTOreHe3a M
maToMop(OJIOTHH TIOJUIIO3HOTO PUHOCHHYCHTA. [IpeCTaBlIeHbl JaHHbIe 00 SHAEMHOJIOTHH 3TOr0 3a00JIeBaHus, ero knaccudukamuu. [IpoBeeH aHanu3
CYIIECTBYIOIMX KOHIENINH BOSHUKHOBEHHS TOJIMIIO3HOTO PHHOCHHYCHUTA, BKJIIOYAsl TEOPHH, BBIABHHYTBIC MOCICIHEH MEXKIYHAPOIHONH KOHCEHCYCHOM
koH(pepenimein European Position Paper on Rhinosinusitis and INBsb/ps-2007.IIpencrasieHbl pe3yiabTaThl MHOIOYMCICHHBIX HCCIEIOBAaHMUIA,
MOCBSILIEHHBIX MOP(OIOrHYECKMM M3MEHEHHSAM B DIUTEIHAIBHOM M CTPOMAILHOM KOMIIOHEHTE Ha3albHBIX MOJHUIOB. TakuM o0pa3oM, MPOBEICHHBIH
QHAJIN3 JIMTEPATYpPbl CBHIETEIBCTBYET, YTO MOJHMIIO3HBI PUHOCHHYCHT CYIIECTBEHHO OTIHYACTCS OT APYrHX (OPM XPOHHYECKOrO BOCIAICHHS MO
HaToreHesy, MOpP(OIOrHYECKOH KapTHHE, KIMHHYECKOMY TEYEHHIO, a TaKke [0 XapaKTepy OTBETa MECTHBIX TKaHeH Ha XHUPYprUdyeckoe U
MEIMKaMEHTO3HOE JICYCHHUE.
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