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MPUXWIBHOCTI JIO JIIKyBaHHS 37aTHa CTPUMYBATH HOTO MPOTPECYBaHHS, 3MEHIIUTH KIIBKICTh Ta
TSOKKICTB 3arOCTPEHb XBOPOOH, 3a0€3MeUNTH Kpaly SKICTh JKUTTSL.

IcHye Benwka KUTBKICTH AOCHIDKEHb, B SIKMX BHBYAJIACSd NPHUXUIBHICTh TMAIlIEHTIB 10
JIKyBaHHA Ta POJIb Pi3HUX (aKTOPIB, AKi 3AaTHI BIUIMHYTH Ha HEi. SIK mpaBMiIO, MPUXHIBHICTH
B1I00paka€e CKIJIaJIHI B3a€EMO3B’SI3KM MK Pi3HUMHU (PaKkTOpamu, sIKi MOKYTh CYTTEBO 3MIHIOBAaTHCS B
IMHAMII 3axBOpIOBaHHS. [7oOanmpHa mpobOiemMa HEJOCTAaTHHOI MPUXWIBHOCTI MALIEHTIB 10
JiKyBaHHS 0cO0MMBO akTyasbHa rmpu XO3JI.

Meta npocaigzkeHHsi. BusHauuTu BIUIMB pi3HUX (DAKTOpIB Ha pPiBEHb MPUXHIBHOCTI /10
JIIKYBaHHS y MAIlIEHTIB, XBOPUX HA XPOHIUHE OOCTPYKTUBHE 3aXBOPIOBAHHS JICTCHb.

MartepiaJ i meToaun gociaimkennsi. bymo obcrexeno 25 ocibd, xsopux Ha XO3JI BikoM Bij
45 no 65 pokiB. B mocmimkeHHi 0yj10 BUKOPUCTAHO KJIiHIYHE 00CTEKEHHS MaIll€HTIB, JIA0OPAaTOpPHI,
THCTpYMEHTAIIbHI METOAM JOCIIDKEHHS, aHali3 MEAMYHOT JOKYMEHTAIlii, CTATUCTHYHO-aHATI THYHI,
a TaKOXX KJIHIKO-TICMXOMATOJOTIYHUN Ta MCHUXOMIarHOCTHYHUN MeToAM (IIKajga MPUXMIBHOCTI 10
nikyBanHs Morisky Medication Adherence Scale, Bu3HaueHHs piBHSA Cy0 €KTHBHOTO KOHTPOJIIO,
TPUBOXKHOCTI 3a J0roMororw meroauku Crinoeprepa-XaHiHa, piBHS Jenpecii 3a OMUTYBATBHUKOM
beka).

Pe3yabTaTi nociigkeHHs. 3a pe3yibTaTaMi MPOBEACHOTO TECTYBaHHS OyJI0 BUIICHO TpU
rpynu mamieHTiB: 24% mamieHTiB 3 BHCOKHM, 32% cepenHiM Ta 44% HHU3BKHUM piBHEM
MPUXUIBHOCTI JIO MPU3HAYEHOro iM JiKyBaHHA. [lallieHTH 3 BHCOKMM pIBHEM MNPUXHIBHOCTI 10
JTIKyBaHHSA TEPEBAXHO 3Haxomwiucs y uwmobi (61,11%) ta mamm Bumyy ocsity (50%). Bonnm
Hanexxanu 1o rpynu E (50%) 3 TsxkKUM CTyneHeM OOMEXEHHs MPOXIAHOCTI NUXAIbHUX IUISXIB
(50%), 3 BUCOKOIO 3a10BOJIEHICTIO iHTaIIsITOpOoM (61,11%) Ta perynsipHOI0 KOMYHIKAIIEIO 3 JTiKapeM
(72,22%) (p<0,05). lani maiieHTH Majl €KCTEPHAIbHHUM THUII Cy0’ €KTUBHOTO KOHTpPOIO (66,67%),
BUCOKHI piBeHb 0coOucTicHOI TpuBokHOCTI (50,0%) Ta BupaxkeHwmii piBeHsb nemnpecii (38,89%)
(p<0,05). TlamieHTH 3 HU3BKUM pIBHEM MPUXWIBHOCTI JO JIKyBaHHS Majdd TPYJHOII 3
BUKOpHCTaHHsAM iHrasstopa (60,61%) Ta HemocTaTHIO KOMYHIKaIlifo 3 jikapeM (69,70%) (p<0,05).
Tako BOHM MajH IHTEpHAIBHUI THUN CyO €KTHBHOrO KOHTpoiro (57,58%), HU3bKUI piBEHBb
0coOUCTICHOT TPUBOXKHOCTI (42,42%), Bupaskenuit (45,46%) Ta mnoMipHO BUpaXXeHUH piBHI Jenpecii
(42,42%) (p<0,05).

BucHoBku. BcTaHOBieHO, 110 piBEHb NPUXWIBHOCTI /O JIIKYBaHHA B 0OCTEXEHHUX
narieHTiB, xgopux Ha XO3JI, € nocuth HU3bKUM. Ha 1€ BIIMBae BelHKa KiTbKICTh COIIalbHO-
nemorpadiuHuX, KJI1HIKO-aHAMHECTUYHUX Ta MCUXOJIOTTYHUX (DaKTOPIB.

CEKIIISA 8
AKTYAJIBHI IUTAHHS XIPYPI'TI TA IUTSAYOI XIPYPII,
OTOJIAPUHIOJIOTTi TA O®TAJIBMOJIOI'TI

Bilookyi O.V.
UNINFECTED AND INFECTED BILE PERITONITIS.
SPECIFIC COMPOSITION OF CAVITY MICROFLORA OF THE COLON
Department of Surgery No. 1
Bukovinian State Medical University

Introduction. Non-infected biliary peritonitis has a mild or moderate course with the
presence of local, widespread serous peritonitis or the presence of bile leakage into the peritoneal
cavity, accompanied by the phenomena of endotoxicosis with compensated dysfunction of internal
organs. Infected biliary peritonitis is characterized by a severe course (with purulent, bilious,
fibrinous, mixed peritonitis); pronounced endotoxicosis, dysfunction of internal organs at the level
of subcompensation.

In the pathogenesis of uninfected and infected biliary peritonitis, aerobic and anaerobic
microflora of the large intestine and fungi of the genus can play a significant role.
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The aim of the study. The aim of our study was to analyze the population level of aerobic,
anaerobic cavity microflora of the large intestine and Candida fungi in uninfected and infected
biliary peritonitis.

Material and methods. The research group consisted of 14 patients with uninfected biliary
peritonitis and 41 with infected one. The comparison group consisted of 12 practically healthy
patients. Population levels of aerobic (S.aureus, E.fecalis, E.coli, P.vulgaris, K.pneumoniae),
anaerobic (B.Bifidum, B.lactis) and Candida fungi were determined in Ig KYO/g. Statistical data
processing was carried out using the computer programs ““Statgrafics” and “Exel 7.0”.

Results. The results of the study showed that in patients with non-infected biliary peritonitis,
only the level of E.coli in the cavity of the large intestine increased. In patients with infected biliary
peritonitis, there was an increase in E.coli in the cavity of the large intestine and an increase in the
level of P.vulgaris, K.pneumoniae, E.faecalis, S.aureus, which probably increased not only
compared to controls, but also in relation to uninfected biliary peritonitis B.Bifidum, B.Lactis
decreased in non-infected biliary peritonitis and underwent further inhibition in the infected
pathological process both in relation to the control and in comparison with non-infected biliary
peritonitis. Fungi of the genus Candida did not undergo significant changes.

The mechanism of development of uninfected biliary peritonitis is due to the development of
cholecystitis, seepage of serous exudate into the abdominal cavity or bile leakage. It contributes to
the development of the primary immune response, the increase in the content of E.coli in the cavity
of the large intestine. The development of infected biliary peritonitis is explained by the infection of
bile with the formation of phlegmonous cholecystitis with seepage into the abdominal cavity of bile
or purulent exudate. The entry of bile into the peritoneal cavity led to damage to the intestinal wall
with its paralytic expansion. This contributed to the development of dysbacteriosis in the lumen of
the large intestine and excessive flow of bile acids, endotoxin into the portal vein. These changes
contributed to the further increase in the content of E.coli , P.vulgaris , K.pneumoniae , E.faecalis ,
S.aureus and the decrease of B.Bifidum, B.Lactis in the cavity of the large intestine .

Conclusions. Therefore, with infected biliary peritonitis, the increase in the contents of the
large intestine cavity of E.coli, P.vulgaris, K.pneumoniae, E.faecalis, S.aureus contribute to the
development of the secondary immune response and the progression of dysbacteriosis with a
decrease in the level of B.Bifidum, B.Lactis, which in the future is accompanied by the exhaustion
of the reserve capabilities of the immune system with the beginning of the formation of
immunodeficiency. Candida fungi do not play a significant clinical role in the pathogenesis of
uninfected and infected biliary peritonitis.

Grynchuk F.F.
WAY OF EVALUATING THE SPREAD OF ACUTE PERITONITIS
Department of Surgery No. 1
Bukovinian State Medical University

Introduction. Views on the spread of acute peritonitis differ significantly. The lack of
accepted ways of peritoneal inflammation objective assessment is one of the reasons for these
differences.

The aim of the study. To investigate the possibilities of the new way of evaluating the
spread of acute peritonitis.

Material and methods. 40 albino non-pedigree female rats with models of acute peritonitis,
10 albino non-pedigree female intact rats (control group). All rats were sexually mature (age 6
months). The rat’s weight was 180-200 g.

The width of the laser beams scattering zone (WSZ) in the parietal peritoneum was
measured. Pieces of the peritoneum were taken for histological examination after measurements.
Laser LEDs emitting at wavelengths of A=0.63 pm and A=0.4 um were used for irradiation.

Inhalational sevoflurane anaesthesia was used for analgesia. Animals were removed from
the experiment by an overdose of anaesthetic.
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