BMMOr OO TepwuTopii posTallyBaHHA NyHKTIB 300py
MOMOKa Yy MOMOYHMX  KOOMepaTuBax, HasiBHUX
NPUMILLEHb, TEXHOMOrii OAePXKaHHA | NEepPBUHHOI
00poGKM  Monoka, 3gadi  Moro  nepepobHomy
nianpvemcTBy.

2. BcTaHOBMEHO, WO MOMOKO Yy MOMOYHUX
koonepartusax Bignosiaae sumoram ACTY 3662-97 y
52,3 %, ue B 1,4 pasu binbLue (p < 0,05), nopiBHsiHO, 3
MOJIOKOM, SIKE 3aroToBrieHe 4epes 30ipHi NyHKTW, Lo
OcHaLlLeHi oxonogxxysayamu, Ta 'y 8,6 pasu binbwe (p
< 0,05), nopiBHAHO, 3 MOIOKOM, SKE 3aroTOBIIEHE
yepe3 30ipHi nyHKTU 6e3 oxonoaxyBauiB. 3HUKEHHSA

raTyHKy Morioka cuporo BiabyBaeTbCsl, B OCHOBHOMY,
3a paxyHOK HaAMipHOT KinbKOCTi MiKpOOpraHismis.

3. KonekTnBHi rocnogapcTtBa pearnisyloTb Ha
nepepobky 8,3 % napTii MOroka ekcTpa raTyHKY,
61,8 % — Buworo i nepworo, 14,5 % - ppyroro
raTyHKy, a Ha 4acTKy HeraTyHkoBoro npunagae 15,4
% napTii monoka. [ocnogapcTtea, siki 3anposagunu
cyyacHe obnagHaHHs i TEXHONOTi0 AOTHHS B A0INbHNX
3amax i3 OOTPUMAHHAM  CaHiTapHWX  BUMOT,
OTPUMYIOTb MOJIOKO, B OCHOBHOMY, BULLIOTO I'aTyHKY.
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MICROSCOPIC STRUCTURE OF SOME DIGESTIVE VISCES OF EUROPEAN

ROES IN ESHERICHIOSIS

J. Serdioucov', I. Yacenko?, T. Malinovskaya®
"National University of Life and Environmental Scien of Ukraine, Kiev, Ukraine
2Kharkiv State Zooveterinary Academy, Kharkiv, Ukraine
E-mail:yacenko-1971@ukr.net

We examined the corpses of two specimens of European goats, both - females, the age of about 3-4

months, caught in the wild for transportation to the hunting industry; the animals died with signs of dehydration and
diarrhea the second day after catching. At the autopsy, changes were observed, typical for gastrointestinal
infections; bacteriological studies confirmed the presence of pathogenic strains of E. coli. The pieces of material for
histological examination were selected from the small and large intestines, liver, pancreas. The selected material
was fixed in a 10% aqueous solution of formalin, poured into paraffin, microscopic cutters were made in a thickness
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of 10 um, stained with hematoxylinum of Karachi and eosin, studied under a light microscope and made
microphotographs.

In the small intestine, the destruction of the villi was observed. Intestinal glands are enlarged, filled with
mucus content. In the lumen of the gut contained a mucous substance containing desquamated cells of the
intestinal epithelium. In the fibrous connective tissue of its own plate and submucosal basis, collagen fibers are
loose, flaky, poorly stained, indicating the development of edema. In addition, lymphocytic infiltration of connective
tissue was observed, especially between the Vvilli.

Similar changes were observed in the colon, most pronounced they were in the rim. In addition, there
was a pronounced hyperemia of vessels of its own plate and submucosal basis, vessels enlarged, filled with blood.

In the liver, blood vessels, both in the lobes, and between the lobar, enlarged, overflowing with blood. In
the thickness of the lobules were spotted hemorrhages. A large number of hepatocytes in the state of granular
dystrophy — these cells had an inhomogeneously colored cytoplasm with a characteristic "foamy" appearance, their
nuclei were poorly stained. Separate hepatocytes were in the state of fatty cell decompositional dystrophy - their
cytoplasm had a rather transparent appearance, the nuclei retained their central position in the cell.

In the pancreas, marked hyperemia of the vessels, the acinus of the gland was filled with translucent
secretion; some cells of the exocrine part were destroyed.

The detected microscopic changes in digestive organs for colibacteriosis in young European roes differ
significantly from those in calves and lambs; Judging by the revealed changes, the disease was subacute with the
tendency of transition to chronic; Intestines were shown signs of acute catarrhal inflammation, in the liver — acute
venous hyperemia and granular and fatty degeneration of hepatocytes, in the pancreas - the development of
subacute pancreatitis. Further researches need to establish the features of microscopic changes in other organs
and tissues.

Key words: microscopic structure, digestive visces, European roes, esherichiosis.

MIKPOCKOMNIYHA BYOOBA AEAKUX OPIrAHIB TPABJIEHHA KO3YTI
€BPOMNEUCBKOI 3A ELLEPUXIO3Y

fl. K. CepatokoB’, I. B. AlueHko 2, T. B. ManuHoBcbKa'
"HauioHanbHuil yHisepcumem 6iopecypcis i npupodokopucmyeaHHs Ykpaidu, Kuis, YkpaiHa
2Xapkiecbka OepxasHa 3008emepuHapHa akademisi, Xapkie, YkpaiHa
E-mail: yacenko-1971@ukr.net

Ha ocHogi nposedeHux AocnioxeHb HageOeHO xapakmepHi 2icmornoziyHi 3MiHU 8 op2aHax mpaeneHHs
MOmoOHsIKa KO3yrni €eponelicbKol, sKkuli xeopie Ha ewepuxio3. [loka3aHi 3MmiHU, xapakmepHi Ond 0aHO020
3axeoprosaHHsl, 8 MOHKIli ma moscmili Kuwyi, nidwnyHKoeili 3ano3i, neyiHui.

Knroyoei cnoea: mikpockoniyHa 6ydoea, opeaHu mpasneHHs, Ko3yrns €esponelicbKka, ewepuxios.

Betyn He3aKOHHOro Bignosy AVKUX TBapWH,
Ewepuxios — ue iHdekuiiHa xBopoba OpakoHbePCTBA TOLLO.

BCiX BMWAIB CCaBLiB, B TOMY YuUCNi N XyWHUX, LLO 3as0aHHs  00CHIOXeHHS. OCHOBHUM
CMPUYMHAETHLCA NaToreHHMK Wwrtamamu Escherichia 3aBAAHHAM € BCTAHOBIIEHHS MIKPOCKOMIYHUX 3MiH Y
coli n nepebirae y BurNagi cenTM4HOI, EHTEPUTHOI BHYTPILLUHIX OpraHax AWKUX >KYWHWX TBapWH, SKi
abo eHTepoToKkceMiyHoi copm. CynpoBOAXKYETHCA 3arvuHynu Big eLiepuxiosy.
BOHa Mpodpy3HMM MPOHOCOM, SBWLLAMW Cencucy i
BMCOKOIO feTarnbHICTI0. BBaxaeTbCs, WO B XYAHUX Matepian Ta meToam gocnigkeHb
TBapUH 32aXBOPIBAa€E Ha HEI MepeBaXXHO MONOAHSK Hamu ©Oyno pocnigxeHo Tpynu [BOX
(Bikom Big, HapoaxeHHa Ao 1 TwxHA 1 Biga 1 Ao 5 0COBUH KO3yni eBpoOMnencbkoi, 0buasi — camuui, BiK
MicsUiB), MpOTe BIAOMI W BWNAAKN 3aXBOPHOBaHHSA nNpnbnusHo 3-4 micsui, BUNOBNEHUX y AWK NpUpoai
gopocnux  ocobuH  (Hanpuknag, KoniMacTuTw, 3a4ns nepeBe3eHHs B MMUCIMBCbKe roCrnoAapcTBo;
KomimeTpuTn). AKWO B NPOAYKTUBHUX  XKYWHUX TBAPUHM 3arvHynu 3 O3HaKamMy 3HEBOAHEHHA Ta
TBapuH (Benukoi poratoi xygobu, oBeup, Ki3) niapei Ha apyry oby nicns BignoBy. Ha po3TuHi
ewepnxios  JocnigkeHWA  JeTanbHO, Yy  BCiX cnocrepirani  3MiHW, TUMOBI  ANA  LUNYHKOBO-
MOXIMBUX acnektax, TO B [AUKUX >XYWHUX [JaHa KULLKOBUX iHdbeKUin; BakTepionoriyHnm
xBopoba, mnpuHanWMHi Ti  naTtomopdororia, He pocrnigkeHHam  6yno  nigTBEpAXEHO HAasABHICTb
pocnigxeHa B3arani. Mk Tum, 3arnbenb MonogHsKy natoreHHux wTtamis E. coli. lLUmaToukn martepiany
OVKUX  KYAHUX TBapuH 3  KIiHIKO-aHATOMIYHUMU Ana ricronoriyHoro pocnigkeHHs Oynu BigibpaHi 3
O3HaKaMu eLlepuxio3dy 4ac Bif 4acy peecTpyeTbCs TOHKOT Ta TOBCTOI KWLUOK, MEYiHKW, MigLInyHKOBOT
nikapsiMm BETEPUHAPHOI MeAMLMHW, WO NpauioTb 3anosu. BigibpaHuin matepian dikcysanm B 10 %
Yy MUCIMBCBLKMUX rocnofapcrsax, 30omnapkax; Kinbka BOAHOMY pO34uHi hopmaniHy, 3anuesanu B napadiH,
TakMX BWMaKiB 3apeecTpoBaHO CriBpPOGITHNKaMN BUFOTOBMANMW  TiCTO3pi3an  ToBWMHOK 10 MKM,
kacbegpu naTtonoriyHoi aHaTtomii HYBIll Ykpainn thapbysanu remartokcuniHom Kapaui Ta €o03uHOM,
npotarom 2016-2017 pokiB. He BuknoyeHa BMBYanNM  nig  CBITMOBMM  MIKpOCKOMOM  Ta
MOXIUBICTb PO3BUTKY [OaHOr0 3axXBOPIOBaHHA Ha BUrOTOBMANKU MikpodoTorpadii.
POHi CTPEeC-CMHAPOMY, KU BMHUKAE B MOMOAHSKA
ONKUX TBapuH Nig Yac Ta nicna  BiAnosy, Pe3ynbTaTn Ta ix 06roBopeHHs
nepeBe3eHHA Ha HoBe Micue. BigTak aiarHoctuka B TOHKil KMLWLi cnocTepirany pynHyBaHHA
elwepnxiosy B MOMOAHAKA AUKUX XKYWHUX MOXe BOPCUHOK. Knwikosi 3anosu PO3LUNPEHI,
HabyTm 1 Cy#OBO-BETEPUMHAPHOTO 3HAYEHHA — nepenoBHEHi CNM30BUM BMICTOM. B NpoOCBITi KMLWOK
Hanpuknag, npu BCTAHOBIIEHHI BUMNALKIB MiCTMNacs CnuM3oBa pPEeYoBMHA, WO MicTuna

46



[ecKkBaMOBaHi KNiTUHM KWLWIKOBOro enitenitn. Y
BOJSIOKHUCTIA CMONYYHIl TKaHWHI BNACHOT MMacTUHKA
i nigcnu3oBOi  OCHOBWM  KOMareHoBi  BOJIOKHA
po3nyLUeHi, PO3BONIOKHEHI, noraHo npodapboBaHi,
WO CBiAYUTb NPO PO3BMTOK Habpsiky. Kpim ToOro,
cnocTepiranu nimdpounTapHy iHhinbTpaUito
CMOMYYHOI TKaHWHW, OCOBMBO MDK BOPCUHKaMM
(pnc. 1).

MopibHi 3MiHM cnocTepiranu i B TOBCTIl
KMLWILi, Hanbinbw BupaxeHi BoHN Bynu B 06040BiN.
Kpim Toro, Tyt 6yna sickpaBo BupaxeHa rinepemis
CYOVH BriacHOi NNacTMHKU Ta MiACNM30BOi OCHOBM,
cyauHn Bynn  posLUMpeHi,
(pnc.2).

nepenoBHEHI  KPOB't0

: Py e A,
Puc. 1. ToHka kuwka Ko3yni, XBOpOi Ha
ewepuxios. [lepenoBHeHHs 3ano3 cekpetom (1),
Habpsik CNONy4YHOI TKAHWHWM BNACHOI NNACTUHKK (2) Ta i
nimcouutapHa  iHdinbTpauia  (3).  PapbysaHHs
remMaToKCUniHOM aaui i eo3uHom, x 200

Puc. 3.

MedviHka Ko3ymi, XxBOpOi Ha
ewepuxios. 3epHucta auctpodpia renatouutis (1),
KpoBoBUNUBK (2). ®apbyBaHHA reMaTokcuniHom Kapadi
i eo3umHoM, x 100

B neyiHui KPOBOHOCHI CyauHM  AK
YacToO4OK, TaK i MIKYacCTOYKOBi, Bynu po3LUMPEHI,
nepenoBHEHi KPOB'l0. B TOBLUI 4acTOYOK BUSBNANU

KpankoBi KPOBOBUIMBW. Benuka KinbKiCTb
renaToumTiB y CTaHi 3epHUCTOi AucTpodpii — Taki
KMITUHW manm HEeOAHOPIAHO 3abapBneHy

uMTONNa3Mmy i3 XapakTepHUM «MiHUCTUM» BUNSA0M,
sgpa ix 6ynu noraHo npocpap6osaHi (puc.3). Okpemi
renatoumtn Oynu B CTaHi XWPOBOI  KNITUHHOI
OEeKOMMNO3UTUBHOI AMCTpodil — iX uMTonnasma mana
nposopuii  BUrNsa, sgpa  30epiranu  cBoe
LeHTpanbHe NONOXEHHSA B KNIiTUHI.

Puc. 2. ToBcTa KulKa KO3ymi, XBOPOi Ha

ewepwuxiod. JlimcoumtapHa iHdinbTpauis cnv3osoi
obornoHkn (1), rinepemisa cyauH (2). PapbysBaHHs
remaTtokcuniHom Kapaui i eosvHom, x 100

Puc. 4. MNigwnyHkoBa 3anosa Kosyni, XxBopoi
Ha ewwepwuxios. [epenoBHeHHs auuHyciB cekpeTom (1),
rinepemiss cyauH (2). PapbyBaHHS reMaTOKCUIIHOM
Kapaui i eosuHom, x 100

B nmigwnyHkoBin 3anosi criocTepiranu BUpaxeHy rinepemitd CyAWH, auuHycu 3ano3n nepenoBHEHi
HaniBMpo30pyM CEKPETOM, AeSKi KMITUHN EK30KPUHHOI YacTuHM Bynu 3pyitHoBaHi (puc. 4).

BucHoBku
1. BusBneHi MikpockonivyHi 3MiHW B oOpraHax TpaBfeHHA 3a KonibakTepiody B MOMOAHSAKA KO3y
€BPOMNENCLKOT ICTOTHO BiAPI3HAIOTLCS Bif TAKMX B TEMNAT Ta AMHAT,
2. Cyasium 3 BUSBNEHNX 3MiH, xBopoba mana nigroctpuin nepebir i3 TeHAEHUIE0 Nepexoay B XpOHiIYHUIA;
3. B KMLIEYHUKY BUABNANM O3HAKW Mig, roCTPOro KatapanbHOro 3anarieHHsl, B NediHui — roctpy BEHO3HY
rinepemito Ta 3epHUCTY W XWpPOBY AUCTPOil0 renaToumuTie, B MiALWMNYHKOBIA 3anosi — PO3BUTOK MiArocTporo

naHKpeaTuTy.

4. ToganbWwmMMn JOCHiAXKEHHAMU HeoOXigHO BCTaHOBUTM OCOOMMBOCTI MIKPOCKOMIYHMX 3MiH B iHLUMX

opraHax Ta TKaHnHax.
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GENERALIZED PATHOMORPHOLOGY OF VENO-OCCLUSIVE DISEASE IN DAIRY
CATTLE

I. M. Shchetynsky', A. V. Zakharyev', L. M. Lyachovich’, A. U. Ulyanizka', A. E. Martemianova'
"Kharkiv State Zooveterinary Academy, Kharkiv, Ukraine

It is considered that veno-occlusive disease of animals and people is a vascular hepatic pathology which
consists of the pathological processes in liver caused by the transformed pyrrolizidine alkaloids and another toxicants
or medicaments. However, quite often during postmortem dissection of corpses, pathologies in other organs can be
found. In particular, Zakharyev A.V. discovered them in cattle kidneys. He could disclose these pathologies in
experiments perfusing relevant pyrrolizidine alkaloids into kidneys arterial bed. In addition to this, extrahepatic
pathologies were located in organs, such as mammary gland, ovaries, testicles, thyroid gland, suprarenal glands,
hypothalamus, brain, spinal cord and organs of immune system. These changes are determined by properties of
pyrrolizidine alkaloids. They are water soluble compounds which are absorbed in rumen, abomasum and intestinal
tract after food consumption containing pyrrolizidine alkaloids. Then they get to the liver with blood. It is now clearly
established that the first morphological change in veno-occlusive disease occurs in the sinusoidal endothelial cells,
leading to the obstruction of the hepatic sinusoids in the hepatic acinus. In these early stages, histological
examinations show thickening of the subintimal zone, which leads to the narrowing of the venular lumen and an
increased resistance to blood flow. This contributes to the post-sinusoidal portal hypertension and as a result
worsening liver dysfunction.

The pyrrolizidine alkaloids, which have minimal toxicity in their original form, are metabolised in the liver
through a CYP (P450 cytochrome) 3A-mediated transformation to N-oxides and conjugated dienic pyrroles. Pyrroles
are alkylating compounds that are highly reactive with proteins and nucleic acids. The complex of pyrroles with
proteins and nucleic acids may persist in tissues and generate chronic injury, whereas N-oxides may be transformed
into epoxides and toxic necines. The enhanced oxidative stress can also affect collagen a1-transcription directly
and/or through the activation of hepatic stellate cells, thus, ultimately leading to veno-occlusive disease.

Because of this, new toxic substances can form and the only opportunity to remove these toxins from the body
is to eliminate them with emunctories. But newly-formed products are much more harmful then their precursors -
pyrrolizidine alkaloids so excretion them always is accompanied by cell damage — atrophy, dystrophy and necrosis in
different organs.

Disease status depends on its clinical form. It is known that veno-occlusive disease can have both acute and
chronic forms involved with doze of pyrrolizidine alkaloids which animals consume. When organism receives small
doses of pyrrolizidine alkaloids constantly we suppose the development of brand new form of the disease — latent
form and the problem is to diagnose it in time because of unexpressed clinical features.

Key words: poisoning, pyrrolizidine alkaloids, veno-occlusive disease, lactoelimination.

Y3ArAJlIbHEHA NMATOMOP®OIOrA BEHO-OKMIO3IMHOI XBOPOBM BENMUKOI
POrATOI XyAobu MOJIOYHUX NOPIA

I. M. WeTuHckuin', A. B. 3axap’es’, J1. M. JIaxosuu', A. 10. YnbsHuubka', A. €. Maptem’siHosa'
"Xapkiecbka OepxasHa 3008emepuHapHa akademisi, Xapkis, YkpaiHa

Beaxxaembcsi, WO 8eHO-0KMK03iliHa xaopoba meapuH ma mnoduHU — ue cyOuHHa eenapasbHa namosioeis, ska
cknadaembCs i3 Namoro2iYHUX Npouecie, AKi 8UHUKaOMb 8 neyiHuyi 3a Oii Ha 1 cmpykmypu mpaHcgopMosaHux
niponizidiHogux arnkanoidie abo OesiKux iHWUX ompym u4u nikapcbkux npenapamie. OOHak, dosoni yacmo 3a
namosio2oaHamoMiYyH020 PO3MUHy mMpynie meapuH, WO 3a2UHynu 3a uiei xeopobu, 3Haxo0smp namosozii i 8 iHwux
opzaHax, 30kpema A. B. 3axap’ee eusiense ix y Hupkax eenukoi pozamoi xydobu [1]. BiH makox ompumyeasg ui
namoroeii 8 ekcriepumeHmi, 88004U 8i0N08IOHI ankanoidu 8 apmepianbHe PyCcrio HUPOK.

Knroyoei croea: ompyeHHs, niponiauduHoei ankanoiou, 8eHO-0KMko3iliHa xeopoba, nakmoerniMmiHauis.
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