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97-a nigcymkoBa HaykoBa KOHdepeHLis npodecopCcbko-BMKNaAaLbKoro nepcoHany
BYKOBUMHCBKOIO AEP>KABHOIO MEONYHOIO YHIBEPCUTETY

JOKaNmi30BAHWX ¥ MNEBHIH eKONOriuHii HiWi Ta BIiAMITHBIUK, AK Y JAWHaMili 3MIHIOETBCA YYTNHBICTE [0
NpPOTHTYOCPKYNBOSHHUX MPCNAPATIB, MOIKHA FOBOPHTH NPO PALIOHANBHICTE TX BUKOPUCTAHHA ¥ KNIHILL.

Ceixkar B.K., Januyk A.I.*, leiinexa C.€.
AHAJII3 AHTUBIOTHKOYYTJIMBOCTI OCHOBHMWX 3BYJAHHUKIB THIHHO-3ATNTANIBLHUX IHOEKLIA
Kaghedpa mikpobiotoaii ma sipycosoait
Brriguedl QepicocHult Ruguarbrun 2utud Yepainu
« BYKOSUNCORUT QCpNCABHUT MEOUSHIE VIHGEDCHITEHT s,
KMY «Micora oumaua kriniuna tikaphuss o Yepuieyi®

Hespaxkatoud Ha aKkTyalbHicTh i KNiHIYHe 3HaYeHHA, NpodneMa AHTHOIOTHKOPEIUCTEHTHOCTI B 3akNajax
OXOPOHY 30peR’'a YKpaiHW HENOCTATHRO BHRYUEHA, K ¥ HAYKOROMY, Tak i B opraHizaliiivoMy naani [FonyOduuua B.M.
Ta cnisagropu, 2013; Ceiwark B.K. Ta cnisasropn, 2014].

Baxnurow nNpoGaeMol) cyuacHol MeTWMIMHW € TAKOX 1IHPOKE POINORCIJUKEHHA THIAHO-3aMamkHUX
3AXBOPKOBAHL PI3HOIO renedy. OaHuM 3 10NIOBHHX (PAKTOPIB, WO 3HUAKYE ePEKTHBHICTE TX NIKYBAHHH, € LOCTIAHO
Mporpecyloya pesHcTeHTHICTL MIKpOOpraHisMie A0 aHTUGIOTHKIB Ta iHWKX JikapchkHX 3acobiB. OaHak, peanbHHH
PiBEHb MOWHPEHHSA PEIUCTEHTHHX MIKPOOPT4HI3MIB AK B OKPEMUX NKYBANBHUX 3dKN41aX, TAK | B PErIOHAX ¥ UIOMY,
3ANMHLIAETLCA He3'acoBaHUM [BopoHkina LA, Ta cnirapTopH, 2014].

3 BpaxyBaHHAM LILOr0 METOM HALIGro JOCHiIPKEHHA OVB aHami3 cTiHKOCTI KNiHIYHWX WTamis 30yAHHKIB, AKi
BUIiNEH] 3 THifHUX paH, A0 aHTUOIOTHKIB, WO HalekaTk N0 PisHAX (ApPMAKONOTidHHX TPYN: AMOKCIKNaBy.
uedTpiakcoHy, uHMNpogJIOKCAUHHY, amiKaluHHy, TeHTaMiuuHy, $ocoMiunHy, aziTpPOMIUMHY, OKCAUHWJIHY.
BAHKOMILUHHY, MeponeHeMy, uedTazuanmy, uedypokcuMy Ta amniuuniny. Jns pOCATHEHHA NOCTABNEHOT MeTH
BOpoIomK 2012-2014 pokie 8yvno NpoBeacHO GakTepioNoTiYHEe NOCNITKEHHA BHINEHL 3 MHIHUX paH mauieHTiB, AKi
3HAXOAMITUCEL HA nikyBaHHi B KMY «Mickka autaua kniHiuHa nikapHa» M. YepriBUi, Ta MeTOAOM CTaHIAPTHHX
iHNHKATOPHUX JMCKIB 3a 3aralbHe NPUHHATONY METOIMKOK BU3HAYEHO YYTNHBICTH BHIALIEHMX MiKpPOOPraHi3Mie no
MPOTHMIKPOOHUX Npenaparie.

AHaNi3 4YTAMBOCTI 0O AHTUMIKPOOHUX nMpenapaTiB OCHOBHUX 30YAHHUKIB CHiAHO-3ananbHUX iHbeKui,
BHIINEHUX i3 FHIHHKX paH y 2012 poui, 3acBiauue, WO cepel ¥CiX BUAINEHHX MIKPOOPraHi3MiB He §YNO KOAHOrO, BC
WTaMKH AKOro Oynu & UyTAKBI 00 BCIX AOCNIKEHWX AHTHOIOTHKIB — x0ua O YacTHHA WTaMIB OyNa HEUYTIHBOK A0
QAIOre UM Aekinpkox anTubiotukie. ¥ 2013 Tta 2014 pokax nuile He3Naulla yacTHlia BHAInennx Oaktepiil Gyna
YUYTIHBOKY 4G BCIX A0CHIAKEHHX aHTUMIKpOoOHUX 3acodis. Tak, y 2013 poui Takumn daxTepiamu Oynu Staphviococcus
aureus, Enterococcus faccalis Ta Escherichia coli, a B8 2014 poui - nuwe Staphviococcus aureus. Clia BiA3NIAUMTH, WO
g 2013 1a 2014 pokax nepepakHa OUTRIIICTE BHAIMEHHX MIKPOOPTaHi3MiB OYNIH Pe3UCTEHTHUMH N0 AROX Ta Oinblue
AHTHOIDTHKIB.

V 2012-2014 pokax Bci nocnimseHHi wramu Escherichiv coli, Klebsiella prewmoniae 1a Enterobacter spp.
Oynu aytnuei ao uedrpiakcony, uvnpodnokcaunHy, aMikauunny, gocdomiuvny Ta MepeoneHemy. Boanouac, y 2013-
2014 pokax BianosiaHo 4,76 ta 10,0% BunineHUX WTAMIB KHIIKOBOT NaNHUYKH. Bianosiano 16.67 Ta 20,0% BuaineHux
wramie Enferobacter spp. Ta sianoeizno 100,0 ta 25,0% suainennx wramis Kiebsiella preumoniae 6ynn veuytiuei 1o
aMOKCiKNaBy.

Oco0nuBy yBary clifl 3BepHYTH Ha Te. WO NCeNy4eHWH 10 nochimxeHns B 2014 poui uedypokcum BUABHBCA
HeaKTHBHUM CTOCOBHO BCiX 100% nocninxennx wramie Acinetobacter, Enterobacter spp.. Klebsiella prenmonia,
Pseuwdomonus veruginosa Ta Escherichia coli.

3 NO3MTHBHOL TOMKH 30pY CAid 3a3HAYMTH, WO BAPOAQGBK TPBOX POKIE OOCHIAMKEHHS HE BHABIECHO
METHUHNIHOPE3UCTEHTHUX  WTaMmis  S.auwreus (MRSA). a Takoxx MiKpoOOpraHiszmiB, eKcnpecylouux nnasmin-
onocepenkerany Amp(C feTa-nakrtamazy, Ta MiKPOOPTraHiZMiB-NpoayleHTiR GeTa-maktamas posinupenai nii (BJIPC),

TakuM YHHOM, OJEPIKaH] PE3YNbTATH AHANI3Y YYTNHBOCTI OCHOBHUX 30y AHHKIB, AKi BUOINEHI 3 FHIHHUX paH y
KMY «Mickka anTaya kniHiuHa nikapHg» M. YepHieui, ao |3 aHTuGioTHKiB., WO HanekaTh 00 pPi3HUX
(rapMaKkOIOriYHUX CPYM, € OCHOBOK 1A po3pobru gopmynapis aHTubakTepianbHOT Tepanii Ta potauii aHTHOIOTHKIB ¥
MiKYBaNBHOMY 3aKnani.

Sydorchuk LY., Sydorchuk L.1., Bendas V.V,, Sydorchuk A.S,
DISORDERS OF GENERAL IMMUNOLOGICAL REACTIVITY IN MALE PATIENTS WITH
RHEUMATOID ARTHRITIS
Depurtment of microbiology and virofogy
Higher state education institution of Ukraine
“Bukovinian State Medical Universin”

Rheumatoid arthritis (RA) is a chronic systemic autoimmune disease, which is characterized by the
development of inflammation of the synovial membrane in jointsn and manifested by erosive joint injury with
subsequent development of visceral pathology. So study of general immunological reactivity can help in understanding
not only pathophysiology of that process, but also be helpful for development of correction of pathology.

The aim of our study was to observe the general immune reactivity in men with RA.

There were performed a clinical-laboratory and instrumental examination of 32 men aged from 23 to 62 years.
In RA patients there where conducted following additional tests: concentration of antistreptolysin-O, C-reactive protein,
rheumatological factor, seromucoid, ALT, AST, sialic test, thymol test and others. The control group was consisted of
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30 healthy men of similar age. To establish the level of stress adaptation, cell and immune reactivity of patients with
RA there were used an automatic hematology analyzer of HB series.

Results of study of absolute and relative numbers of main populations of immune cells in the peripheral blood
of patients with RA suggest that in men with RA there is an increases by 69,68% of absolute number of leukocytes
accompanied with increasing of the absolute number of granulocvtes by 73,23% and agranulocytes — by 54.61%.
Among granulacvtes there were established substantial increase in polymorphonuclear leukocytes 74.76% due to
growth in the absolute number of segmented neutrophils by 71,01%, and rise of relative number of band neutrophils by
75.47%.

In patients with rheumatoid arthritis there is increased index of immunological reactivity by 43,99%, indicating
the activation of immune cells verse their own antigens, cells and tissues. At the same time, factors and nonspecitic
immune defense mechanisms are reduced by 10,77% of activity and slightly different from control.

In rheumatoid arthritis there increase activation factors and the mechanisms of specific immune response in
relation to own antigens, cells, tissues, primarily evidenced by rising index value of lymphocytes and eosinophils by
39.03%. This reflects the predominance of immediate hypersensitivity over the delaved type of hypersensitivity.

In rheumateid arthritis in men there significantly (hy 69,68%) increases the absolute number of leukocytes due
to the growth of absolute number of granulocytes (by 73.23%) and agranulocytes (by 54,61%4); ratios of populations of
immune cells have only a slight tendency to increase (granulocyies) or decrease (granulocytes). The development of
rheumatoid arthritis is accompanied by severe inflammation with an increase ESR by 4 times and concentration of C-
reactive protein by 5 times. That testify deep changes in general immunologic reactivity in men with rheumatoid
arthritis.

Sydorchuk L.L., Bendas V.V, Sydorchuk 1.Y., Yakovychuk N.D.
REACTIVE RESPONSE OF PERIPHERAL BLOOD NEUTROPHILS IN MALE PATIENTS WITH
RHEUMATOID ARTHRITIS
Department of microbiology and virology
Higher state education institution of Ukraine
“Bukovinian State Medicol University”

Rheumatoid arthritis (RA} is once of the most common joint discase. According to the modern concept of the
early stages of RA in response to the intervention of unknown antigen there are involved monocytes/macrophages, T
cells and neutrophils that produce eytokines. In the immune response from the beginning there are included non-specific
reactivity mechanisms.

Protective (phagocytic) function of neutrophils rises early in the development of inflammation, and during
lowering it leads to chronic inflammation and autoimmune mechanism because of violation of the destruction and
elimination of immune complexes from the body. Based on the above, it is reasonable to study reactive response of
neutrophils in peripheral blood of patients with RA that can expand the knowledge about pathogenesis of RA, improve
diagnosis and treatment of this disease.

The aim of the study was to explore reactive response of neutrophils in peripheral blood of patients with RA.

A clinical-laboratory and instrumental examination was performed in 32 men aged 23 to 62 years. In patients
with RA there were conducted following tests: level of antistreptolysin-O, C-reactive protein, rheumatological factor,
seromucoid, ALT, AST, sialic test, thymol test and others.

To define a level of adaptation and cellular stress reactivity in RA patients there were used automatic
hematology analyzer of HB series.

In patients with rheumatoid arthritis in peripheral blood there were found increased absolute number of
leukocytes, granulocytes, neutrophils, a granulocytes -, absolute number of lvmphocytes, and monocytes. The above
mentioned indicates the inflammatory process, which involves factors and mechanisms of nonspecitic and specific
immune defense of the body. The foregoing confirmation came over in a substantial increase (by 5 times) of
concentration of C-reactive protein, which is specitic and informative indicator of inflammation.

Worsening of RA is accompanied by significant (by 3 times) activation of reactive response of neutrophilic
granulocytes. That display advantages of microphage components (neutrophilic granulocytes) over the protective
function of monocytes/macrophages.

Increased by 64,71% leukocyte index shows benefits of the protective function of factors and nonspecific
immune defense mechanisms over the formation of a specific immune defense at this stage of the development and
course of RA. This concept is proofed by the increasing resistance of the organism in 43,9%% of patients and reduced
lymphocytic index by 13,51%.

The data confirms a significant (by 54.17%) reduction in phagocytic activity and phagocytic number (by
48.,28%) in the first stage of phagocytosis, due, in cur view, to decreased activity of opsonization factors and activity of
the complement system. Phagocvtic capacity of the blood of patients with RA increased by 17,87%, while the number
of active phagocytes has only tended to increase by 13,33% (p=0,03).

The development of rheumatoid arthritis is accompanied by activation of reactive response of neutrophilic
granulocytes by 2 times that promotes the of shift index of neutrophils by 75,08% and the index value of
neutrophils/monocytes by 13,10%, indicating a functional advantage of neutrophils in inflammatory processes over
monocytes/macrophages.
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