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PIBEHb MAPKEPIB CUCTEMHOI0 3ANAJIEHHA Y XBOPUX HA XPOHIYHE
O6CTPYKTUBHE 3AXBOPHOBAHHA JIETEHb TAYHKOIr0 NEPEBITY
Y 3AJIEWHOCTI BIA MPUXWIILHOCTI IX A0 NNAHOBOI TEPAMII
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CucmemHoe 6ocnanenue NPU3HAHO OOHUM U3 36€HbEE NAMO2EHE3ad XPOHUYECKO20 0OCMPYKMUBHO20 3a001€8AHUS IESKUX
(XO3JI). Bnpouem, ponb MHO2UX MOJEKYTAPHBIX MAPKEPOB Y PA3IUUHBIX KAMe20pull OOIbHbIX, 8 pasHble (hasbl namoo-
2UYECK020 Npoyeccd, a maKdice 8 3a6UCUMOCIU O NPUBEPICEHHOCU NAYUEHIO8 K MEOUKAMEHMO3HOU mepanuu euje
u ce2o0Hs onpedendemcs u ymounsaemcs. Llenvro npogedentoli pabomul 6b110 onpedeneHue OUASHOCMUYECKOl 3HAYU-
MOCMU CbIBOPOMOYHBIX YPOGHEL MAKUX MAPKEPO8 CUCMEMHO20 GOCNALEHUS], KAK MYMOPHEKPOMUYHUL (hakmop-a. (aHel.
— tumor necrosis factor-o. (TNF-o)), epanynoyumapho-maxkpoghazaibhslii KOIOHUECMUMYAUpylowul gakxmop (auen. —
granulocyte macrophage colony-stimulating factor (GM-CSF)) u pacmeopumasn MoaeKkyia mMexickiemoyHou aoze3uu-1
(anen. — soluble intercellular adhesion molecule-1 (sICAM-1)) npu XO3JI msicenozo meuenus 6 3a8UCUMOCMU OM NPU-
seporcenHocmu OobHbIX K naanoeou mepanuu. Oocnedosano 44 6onrvnvix XO3JI II-1V cmaouii 6 cmabunonyio gazy
namonoz2uyecko2o npoyecca. B zasucumocmu om mepanuu, Komopyio npunumanyu OOIbHbIe, OHU ObLIU pA30eieHbl HA
06e nodepynnsi: 8 nodzpynny 1 eoutno 26 6016HbIX, KOMOPbLIE NO PA3HBIM NPUYUHAM NOCIMOAHHO He NPUHUMANU UHATIA-
yuonHvle entokokopmuxocmepouowvt (MI'KC), a npunumanu moivko 6poHxoouramamopul, 6 noocpynny 2 — 18 6onvHbix,
Komopbule NOCMOSIHHO RPUHUMATU KaK Opouxoouramamopwl, max u UT'KC 6 adeksamHuvix cmaousim 3a001e8aHUsi 003aX
€02NACHO HayuonanbHbim cmanoapmam. Onpedeneno, 4mo Ha YpoGeHsb LIUEYNOMAHYMbIX MAPKEPO8 CUCTNEMHO20 BOC-
nanenusi npu maicenom mederuu XO3JI mosicem onpedeneHnbim 00pa3oM 6IUsAMb He MOAbKO medeHue camozo 3a6oie-
BAHUSL C NPUCYIYUMU eMY OCODEHHOCMAMU YUMOKUHOBOU PeakmueHOCmu, HO U NpUMeHeHUe DONIbHLIMU JIeKAPCMBEHHbIX
cpeocme. Tosviuenue yposus TNF-o y 6onenvix XO3JI -1V cmaduil oasice 0o ypoeHs nokasameisi y 300pP06blX Jiuy
MOdICem YKa3bl6amb Ha ONPeOesieHHylo 0eCmabuiu3ayuio Namor02utecko2o npoyecca, 6 mom Yucie u u3-3a Hedocma-
moynou meoumayuu. Coieopomounsie yposuu GM-CSF u sICAM-1 ne asnaomcsa mapkepamu npuepicenHocmu 00b-
noix XO3JI k npumenenuro UT'KC. Hueanayuonnoe npumenenue 6orvnvimu XO3JI enokokopmukocmepouoos (yuumoi-
6451 UX BO3MOIICHOE GIUSHUE HA BLIPANICEHHOCTb CUCEMHO20 8OCNANLeHUSL) ABNSENC sl OOCMAMOYHO OE30NACHBIM.

KntoueBble cnosa: cMCTEMHOE BOcnaneHne, XpoHM4YecKoe O6CprKTVIBHO€ 3aboneBaHune nerkux, MapKepbl BOCNaneHu4.

Ha cborogHilHin geHb BXe BU3HAHO, LIO OOHIEH 3 MOreKyn apgresii, 3okpema LWOoAO0 PO3YMHHOI MOMEKYIu
NaHOK NaToreHe3y XPOHIYHOro OOCTPYKTUBHOMO 3aXBOPHO- MDKKMITUHHOT aaresii-1 (aHesn. — soluble intercellular ad-
BaHHA nereHb (XO3J1) € XpoHiyHe cuCTEMHE 3anarneHHs, hesion molecule-1 (sICAM-1)), piBeHb SIKOT € BaXNMBUM
KOTpe npu3BoauTb A0 POpMyBaHHSA Mo3anereHeBux nNpo- NMOKa3HWKOM He CTIfNbKWN KifTbKOCTi, CKiflbKW akTUBHOCTI T-
sIBIB 3aXBOPIOBaHHS, BKIOYaO4YM aTepPOCKIepos, cepLie- nimcpouunTiB, NPUCBSYEHA [OCUTL HEBENWKA KiNbKICTb po-
BO-CYAMHHY NaTosorito, MeTaboniyHuin CUHAPOM, M’SI30BY it [6, 7].
cnabkictb, BTpaty Baru towo [3, 5, 11, 14, 16, 18]. IHra- HapssnyanHo akTyanbHUM € 3'SiCyBaHHS poni BuLle-
nauinHi rnokokopTukoctepoign (IFKC), ski 3a3suyan no- 3a3HayYeHMX MOMEKYnsApHMUX (PaKTOPIB y BIATBOPEHHI CTy-
BMHHI npunmatn xsopi Ha XO3J1 Taxkoro nepebiry, mo- NMeHs aKTUBHOCTI CUCTEMHOrO XPOHIYHOrO 3ananeHHs y
XyTb NPUrHIYYBaTU CUCTEMHE 3ananeHHsd, 3HUXKYHUN, Ha- xBopux Ha XO3J1 y ctabinbHy a3y naTonoriyHoro npo-
npuknag, npoaykuito C-peakTMBHOrO MpOTEiHy Ta iHTep- Lecy Ha Tni pisHUX NiKyBanbHWUX Nporpam.
nenkiHy-8 [8, 9, 10, 13, 15]. BTim, 3HauywwicTb 6aratbox Y 3B’A3Ky 3 BMLUE3a3HAYEHUM MeTow poboTu BGyno
iHLUMX MapKepiB 3ananeHHsi B AiarHOCTULi Ta onTMMiIsauii BU3HAYEHHS [iarHOCTUYHOI 3HaudyLLIOCTi CMPOBaTKOBUX
TaKTUKM BeOEHHS XBOPWUX e W J0Ci BU3HAYaeTbcsa Ta pieHiB TNF-a, GM-CSF Tta sICAM-1 npu XO3J1 TsaxKoro
YTOUHIOETBCS. nepebiry y 3anexHocTi Big NPUXMIbLHOCTI XBOpUX A0 nna-

Tak, sIKLO Ha CbOroAHI BXe AOBEAEHO, L0 cupoBaT- HoBOI Tepanii, 3okpema go IMKC.

KOBUIN piBEHb TYMOPHEKPOTUYHOrO akTopy-a (aHen. —

tumor necrosis factor-a (TNF-a)) npu iHdekuinHomMy 3a- Martepia/iu Ta MeTOAH 10CTiKEHE

rocTpeHHi XO3/1 3a3Buyai nigsuLLYeTbCS, TO LLOAO PiBHS Byno obctexeHo 44 xsopux Ha XO3J1 Il Ta IV cragin
Mapkepa y cTabinbHy a3y NaTonorivyHOro NpoLecy mnirte- y cTabinbHy hady natonoriYHoro npouecy (Honosikis —
paTypHi AaHi AeLo piaHaTbes [12, 17]. BUBYEHHIO piBHS Y 36 (81,8 %), xiHok — 8 (18,2 %).; cepeaHin Bik —
xBopux Ha XO3J1 Takoro BaXnMBOro MosieKynsipHoro ma- 60,3 + 3,5 pokiB). Y 3anexHocTi Big Tepanii, Ky npuima-
pkepa K rpaHynouuTapHo-makpodaranbHUM KONOHieC- Ny XBOpi, BOHW Bynin posnopineHi Ha ABi nigrpynu: y nig-
TUMynIolouMiA dhakTop (aHen. — granulocyte macrophage rpyny 1 yBifiNO 26 XBOPMX, KOTPi 3 Pi3HUX MPUYMH MO-
colony-stimulating factor (GM-CSF)), koTpui 3paTHui CTiiHO He npuiimanu ITKC, a npuiimany nuie GpoHxo-
peryntoBaTi Kymyrnsuito HeMTpoginiB Ta ix akTvBaLito 3a- aunaratopu, y niarpyny 2 — 18 xBopux, KOTpi NOCTiAHO
BOSKU NiOBULLEHHIO eKcnpecii aAreavBHUX MOoMekyn, (He MeHLe TPbOX OCTaHHIX MicsUiB Mocninb) npuiMani
npakTU4HO yBara He npuainaetsca [4]. Lo x oo camux sik GpoHxopunsTatopy, Tak i IMKC y ageksaTHuX o cTa-
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Aii 3axBoptoBaHHA A03ax 3rigHoO 3 HauioHanbHMM cTaHaa-
pTom [2].

dopmynioBaHHs KniHiYHoro giarHo3dy XO3J1 nposoau-
nM 3rigHo 3 pekomeHAauismn Hakazy MO3  YkpaiHu
Ne128 Big 19.03.2007 poky [2].

KoHTponbHy rpyny cknanu 18 npakTU4HO 340pOoBUX
oci6 (vonosikie — 10 (55,6 %), xiHok — 8 (44,4 %), cepen-
Hin Bik — 52,7 + 6,0 pokn).

Yci obcTexeHi Aanu 3rogy Ha NpoBeAEeHHS KIiHIYHOro
[OCNigKEHHS.

HocnigxeHHsA dyHKLIT 30BHILUHLOrO AMXaHHS 3 Xapak-
TEPUCTUKOI OCHOBHUX BPOHXOOBOCTPYKTUBHNX MOKa3HMKIB
npoBOAUNN METOAOM KOMM'IOTEPHOI CripoMeTpii 3a Ao-
nomoroto anapaty Master Screen Body/Diff («Jager»,
HimeuunHa).

PiBHi mapkepiB cucCTeMHOro 3ananeHHs BW3Hayanu
KinbkicHMMM MeTofamu y cupoBaTui kpoBi: TNF-a i GM-
CSF - 3a ponomorot ELISA-Habopis («Dialconey,
®paHuida), sICAM-1 — 3a gonomoroto iMyHOepPMEHTHOrO
Habopy («Biosource», CLLA).

CratuctuyHa obpobka MaTepianis gocnigXeHb npo-
BOAMMNACb 3 BUKOPUCTAHHAM MeToAiB GiomeTpuyHoro
aHanidy, Wo peanisoBaHi B naketax nporpam EXCEL-

2003 (Ne 74017-641-9475201-57075), STATISTICA 6.0
(Ne 31415926535897) [1]. OuiHka AOCTOBIPHOCTI BigMiH-
HOCTeN cepefHix BENWYMH NS He3B'sI3aHNX BUOOPOK BU-
KoHyBanacs 3a kputepismu CTblogeHTa i MaHHa-YiTHi,
ancnepcin — 3a kputepiem diwepa. PisHuU0 MK nopis-
HIOBanbHMMK BeNWYMHaAMM BBaXanu [OCTOBIPHOK Mpu
p < 0,05, npu uboMy TEHAEHLUiI0 3MiH BKkasdyBanu y Aiana-
30Hi 0,05 <p <0,10 3 HaBeAeHHSAM PIBHA MOKa3HWKa 40
TUCSYHUX.

Pe3ysbTaTH Ta iX 00roBOpEeHHSA

Y xBopux Ha XOSJ1 llI-IV cragin y ctabinbHy dasy
naTororiYHoro npouecy cuposaTkoBui piBeHb TNF-a B
uinomy no rpyni 6yB CTaTUCTUYHO OOCTOBIPHO HVDKYMM,
Hi>XX y 3g0opoBux ocid (Tabn. 1). MNpy UBOMY SKLIO Y XBO-
pux niarpynn 1 piBeHb NOKa3HWKa CTaTUCTUYHO JOCTOBIp-
HO He BiOpi3HSABCA BiO Takoro y 300pOBMX OCIO, nuvwe
[OeLo 3HWXKYHYMCh, TO Y XBOpUX nigrpynu 2 BiH 6yB cTa-
TUCTUYHO JOCTOBIPHO HMXYMM 3a PiBEHb MOKAa3HMKa Yy KO-
HTPOMbHIN rpyni. 3a AUCNEPCIE NOKa3HUKKM Yy rpynax Ta
nigrpynax o6CcTexeHnx He BiApi3HANUCh Mix coboto.

Tabnuysi 1
PigHi TNF-a y cuposamuji kposi xeopux Ha XO3J1 y 3anexHocmi 8id npuxunbHocmi 0o nnaHoeoi meparnii
. TNF-a (nr/mn) [ocToBipHiCTb pisHuUI (p)
Fpynm Ta niarpynu obcTexerx M+m Mreom. cepeaHix aucnepcin
OcHoBHa rpyna 5,35+ 0,70 4,95 pox < 0,05 pox > 0,10
nigrpyna 1 6,55+ 0,77 5,15 pix>0,10 p1k > 0,10
. p12>0,10 p12>0,10
nigrpyna 2 5,00 + 0,67 3,56 Pax < 0.01 Doy > 0.10
KoHTpornbHa rpyna 8,17 + 0,92 7,47

lMpumimka: O— ocHosHa epyna;
1, 2 — nidepynu ocHosHOI epynu;
K — KoHmpornbHa epyna.

OTpumaHi pe3ynbTaTy cBig4yaTb NPo Te, O OCKINbKu
npu Tshxkkomy nepebiry XO3J1 gna crabinizauii naTonori-
YHOro npouecy (3okpema n 3aBaskm IFTKC) xapaktepHi
Oinbl HM3bKI cMpoBaTkoBi piBHI TNF-a, nigBuLeHHs piB-
HS Mapkepa HaBiTb [0 PiBHA NOKasHWKa y 340POBMX OCIO
MOXXe BKa3yBaTW Ha NeBHy AecTabinisadito natonoriyHoro
npouecy, y ToMy 4ucri 1 3aBAsKW HeJoCTaTHIN Meauka-
uii. AHanoriyHi gaHi onucaHi B HaykoBii nitepaTypi CTO-
COBHO 1 C-peakTmBHoro npoteini [13].

Lono cuposatkoBoro pieHsa GM-CSF, y xBopux Ha
XO3N -1V cTagiv BiH He Bigpi3HABCA Big PiBHA NOKa3HM-
Ka y 3goposux ocib (tabn. 2). Kpim Toro, i y nigrpynax
XBOPUX LLOAO NMPUXWUIBHOCTI 4O MMaHOBOI Tepanii BiH Ta-
KO OyB cniBctaBHMM. Jlikapcbki npenapartu, WO npwu-
nvanu xsopi Ha XO3J1 y sakocTi nnaHoBoi Tepanii, cyTTe-
BO HE BMIMHYNW i HA AMCNEPCilo NOKa3HUKa aHi B rpynax,
aHi y nigrpynax xsopux.

Tabnuus 2

PieHi GM-CSF y cuposamuj kposi xgopux Ha XO3/1 y 3anexHocmi 6i0 npuxunsHocmi 0o nnaHosoi mepariii

. GM-CSF (nr/mn) [HocToBipHicTb pisHuUi (p)
Fpynu Ta niarpyni obcTexeHmx M+m Mreom. cepeaHix aucnepcin
OcHoBHa rpyna 3,55 + 0,22 3,40 pox > 0,10 pox > 0,10
nigrpyna 1 3,42+0,14 3,36 p1k > 0,10 p1k = 0,061
. p1_2>0,10 p1_2>0,10
nigrpyna 2 3,63+0,35 3,46 pox > 0.10 Do > 010
KoHTponbHa rpyna 3,38 + 0,26 3,26

IMpumimk a. [NosHayku aHanoziyHi makum mabin. 1.

CupoaTtkoBuin piseHb sICAM-1 y xBopux Ha XO3J
-V cTagin y ctabinbHy casy naTonoriyHoro mpouecy
OyB CTAaTUCTMYHO AOCTOBIPHO BULLUM, @HX Y rpyni KOHT-
posito, BiOPI3HAKYMCH SK 3@ CepeHiM MOKa3HUKOM, Tak i
3a gucnepcieto (Tabn. 3). Mpu ubomy y nigrpyni 1 piBeHb
Mapkepa byB CyTTEBO BULLMM Ta 3HaAYyLLO Bipi3HsIBCH 3a
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ancnepcieto, ToAi AK y Niarpyni 2 — AOCTOBIPHO BiAPI3HAB-
Csl 3a Aucnepcielo Ta MaB TEHAEHL0 00 NiABULLEHHS 3a
cepefHiM MnokasHMKOM. Y migrpynax XBOPWUX MOKa3HUKW
MiXk cobOt0 He BiOpI3HANMCh aHi 3a cepeaHiM, aHi 3a anc-
nepcieto.
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Tabnuys 3.
PisHi sSICAM-1 y cuposamui kposi xeopux Ha XO3/1 y 3anexHocmi 6id npuxunsHocmi 0o nnaHosoi meparnil

[pyrM Ta NigrpyNu 06CTEXEHNUX sICAM-1 (Hr/mn) FlOCTOBIpHICTb pisHuui (p) _

M+m Mreom. cepeaHix aucnepcin

OcHoBHa rpyna 559,4 + 50,2 465,1 pox < 0,05 pox < 0,05

nigrpyna 1 629,0 + 55,5 500,2 p1k < 0,01 p1« < 0,01

. p1.2>0,10 p1_2>0,10

nigrpyna 2 531,3+47,0 439,4 Dax = 0,097 D2 < 0.05

KoHTpornbHa rpyna 415,6 + 49,0 364,2
IMpumimk a. lNosHayku aHanoziyHi makum mabn. 1.

TaknuM YMHOM, BUCOKWIA crpoBaTkoBuiA piBeHb SICAM-1, 6. Barnes P.J., Shapiro S.D., Pauwels R.A. Chronic obstruc-

HamnbinbLw iMOBIpHO, Bigobpaxkae 0cobNMBOCTI LITOKIHO-
BOi peaKTMBHOCTI came npu Tsbkkomy nepebiry XO3J1 Ta
CYTTEBO He 3anexwuTb Bif 3aCTOCYBaHHS XBOPUMW TaKUX
nikapcbkmx 3acobie, sk ITKC. 3 iHworo 60Ky, ockinbku
iHransuinHe 3acTocyBaHHSA [MOKOKOPTUKOCTEPOIAIB CYyT-
TEBO He BMMBAE Ha CUPOBATKOBUI PiBEHb LIMTOKIHY, MO-
XHa CTBEpOXKyBaTW, LLO X 3aCTOCYBaHHS € A0CUTb Ges-
NeYHuM.

BucHoBkmu:

1) Ha piBeHb MapKepiB CMCTEMHOro 3anareHHsi npu
Tshxkkomy nepebiry XO3J1 moxe neBHMM YMHOM BMAMBaTK
He nuwe nepebir cyTo caMoro 3axBOpHBaHHsS 3 npuTa-
MaHHUMW NOMY OCOBNUBOCTSAMU LIMTOKIHOBOI peakTUBHO-
CTi, @ 1 3aCTOCYBaHHsi XBOPUMMW FliKapCbKnX 3acobiB;

2) nigBuieHHs pieHa TNF-a y xsopux Ha XO3/1 IlI-1V
cTafivi HaBiTb A0 PiBHA NOKa3HMKa Y 340POBMX OCIO MOXe
BKa3yBaTW Ha NeBHy AecTabinisauilo naTtonoriyHoro npo-
uecy, y ToMy 4vcni 1 3aBasiku HegoCTaTHIN MeauTauii;

3) cuposartkosi piBHi GM-CSF Ta sICAM-1 He € map-
Kepamu LWoao npuxuneHocTi xsopux Ha XO3J1 go 3acto-
cyBaHHs ITKC;

4) iHransauinHe 3acToCyBaHHS rMIOKOKOPTUKOCTEPOiaiB
xBopumun Ha XO3J1 € gocutb 6e3neyHMm 3 ornsay Ha ix
MOXIMBWIA BMNIINB Ha BMPA3HICTb CUCTEMHOTO 3anarneHHs.
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PULMONARY DISEASE DEPENDING ON ADHERENCE TO PLANNED TREATMENT

L I. Konopkina

Key words: systemic inflammation, chronic obstructive pulmonary disease, markers of inflammation.

Systemic inflammation is recognized as one of the pathogenesis of chronic obstructive pulmonary disease (COPD).
However, the role of many molecular markers in different categories of patients, at different phases of the pathological
process, and depending on patients' adherence to medication therapy is also currently defined and specified. The aim of
this research was to determine the diagnostic value of serum levels of such systemic inflammation markers as tumor
necrotic factor-a (TNF-a), granulocyte-macrophage colony stimulating factor (GM-CSF) and soluble intercellular
adhesion molecule-1 (sICAM-1) in severe COPD depending on the adherence of patients to routine therapy. The study
involved 44 patients with COPD lII-IV stages in the stable phase of the pathological process. Depending on the treatment
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they were divided into two subgroups: the subgroup 1 included 26 patients who for various reasons were not constantly
taking inhaled corticosteroids (ICS) and took only bronchodilators; the subgroup 2 — 18 patients who permanently took
bronchodilators and ICS in adequate doses to the stage of the disease, according to the national standard. It was
determined that the level of the abovementioned markers of systemic inflammation in severe COPD may in some way
influence not only the course of the disease purely with the inherent characteristics of cytokine reactivity, but also the use
of medications by patients. Increased TNF-a in patients with COPD III-IV stages, even to the level indicator in healthy
patients, may indicate the destabilization of the pathological process, including due to lack of medication. Serum levels of
GM-CSF and sICAM-1 are not the markers of COPD patients adherence to use the ICS. Inhaler using of corticosteroids
by COPD patients is safe enough in terms of their potential impact on the severity of systemic inflammation.
Dnepropetrovsk Medical Academy of Ukraine, Dnipropetrovsk
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