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BOJIHbI 280 HM. B cBOW odyepeap 3TO Crno-
cobCTBYEeT MAacCOBOMY BbICBOOOXAEHUIO
HYKN€onpoTemHoBoro komnoHeHta (MCM,
npu OJnHe BONHbI 254 HM), CONPOBOXAAeT
pa3Butne pe3opOUNOHHO-HEKPOTUYECKNX
M3MEHEHUA B NOOXENYAOYHON Xenese u
OPYrnx opraHax.

Kpome TOro mokasaHo, 4TOo npu BBe-
JeHUn pekcameTa3oHa Ha HavallbHbIX 9Ta-
nax passutua Ol nponcxoanTt 3ameaneHune
npoueccoB AW, Torga Kak OTCPOYEHHOE
BBeEeHne rnpenapara He COMpPoOBOXAaeTcs
BEPOATHbLIM CHWXeHneM 3SHOO0TOKCEMUN.

KnioueBblie cnoeBa: OCTpbIi MaHKpeaTuT,
9HOOrEHHAs MHTOKCUKALUS, MOJIEKYIbI
CpefHelr Macchl, KpbIChl.
Summary
ROLE OF MIDDLE MASS MOLECULES IN
EXPERIMENTAL L-ARGININE INDUCED
PANCREATITIS AND THE CORRECTION BY
DEXAMETHASONE
Cherkasova V.V.

The article presenting the results of
research on 82 white male rats of Wistar line
weight 180-220 g, on which was modeled
acute pancreatitis (AP) and correction by
dexamethasone. Animal blood samples
were taken on 12, 24 and 48 hours of AP

YK 616.33: 342.092

to determine the content of middle mass
molecules (MMM) for the assessment of
endogenous intoxication (El).

It was established that the
development of AP accompanies massive
release of trypsin, which leads to the
destruction of protein components of cell
membranes in various organs, as indicated
by the elevation of MMM, at a wavelength
of 280 nm. In turn, this contributes to the
massive release nucleoprotein component
(MMM, at a wavelength of 254 nm) that
accompanies the development of
resorptive-necrotic changes in the
pancreas and other organs.

Also demonstrated, that after
administered dexamethasone in the early
stages of the AP, is slowing El process,
while the postponed introduction of the
drug is not accompanied by a probable
decrease of endotoxemia

Key words: acute pancreatitis,
endogenous intoxication, middle mass
molecules, rats.
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BbICOKOXMPOBOI pauMoH B COYETAHMU C KULWEYHbIM AMCOMO30M BbI3blBaeT pa3Bu-
TWe cTeaTorenaTuTa, 4To ykasblBaeT Ha Lenecoobpas3HOCTb UCMONb30BaHUS Ot ero npo-

GUNaKTUKKU aHTUANCONOTMHECKMX CPEeacTB.

KnioyeBble cnoBa: BbICOKOXMPOBOW PAaLMOH, KULLIEYHbIVI ANCOMNO03, HEeasikorosbHbIi

crearorernartur.

ACTUAL PROBLEMS OF TRANSPORT MEDICINE +# 2 (48), 2017



AKTYAJIbHbIE MPOBJIEMbl TPAHCMOPTHOW MEAVLMHBI 4 N2 2 (48), 2017 .

BeBepnexHue

HeankoronbHblin CcTeaTorenaTtuT
npenctaBnsier coboli COCTOSHME MOBbILIEH-
HOrO cogepXxaHus TpUrnuuepmpos B na-
pPEHXMUME BOCMaNEHHON ne4vyeHun, oOycnos-
NleHHble MHormmMun daktopamn [1-3]. Ecnn
paHblUe rMaBHOW NPUYMHON CcTeaTorenaTu-
Ta cuuTanu 4YpeaMepHoe notpebiieHve an-
Koronga [4], TO B nocnegHee BpeMs 3Hayum-
TENbHO BBLIPOCNO 4YUCAO BGOMbHBIX, Y KOTO-
pbIX anKorosb He ABASeTCs NPUYMHON pas-
BUTUSA cTeatorenatmta (HeankorobHbIN
cteatorenatut, HACT). B aTom cny4dae npu-
yuHamm HACI paccmaTtpuBaloT OXUPEHUEe
[5, 6], caxapHblini anabet 2 TMna [7], meTa-
6onnyecknii cuHgpom [8]. XoTHa ecTb u
MPOTUBOMOJIOXHbIE MHEHUS, paccMaTpmBa-
iowme HACT, kak nepBOnNpuUYNHY BCEX I3TUX
BbllLENepeyYncneHHbix 3abonesaHnin [9,
10].

B nocnepgHue pecatunetus nosiBu-
JI0OCb 3HAYUTENIbHOE KONMMYEeCTBO paborT, no-
KasaBLUUX BAXHYIO POJib MUKPOOHOro dak-
Topa B nartoreHede oxupeHua [11], caxap-
HOoro gmabera 2 Tuna [12], meTabonunyec-
Koro cuHapoma [13] n atepockneposa [14].

B kayectBe MuUKpoOHOro d¢dakrtopa B
3Tux paboTax paccmaTpuBaloT MNOBbILLIEH-
HOe coaep>XaHme YCNOBHO NaToreHHbIX 0ak-
Tepuin B MUKPOOHOMN cuUCTemMe opraHmama
[15]. BTOo cocTosAiHME onpepenseTcsa kKak
omcbunos, Npm KOTOPOM OnpeaenseTcs He
TONbKO HapyweHune BUOOBOr0 U Koaum4ye-
CTBEHHOro coctaBa MMKPOOOB (ancbakre-
puo3), HO U yBeJIMYeHne B KPOBU Bbille
MOPOroBOro YpPOBHS KULLIEYHOr0 3HOOTOK-
cuHa (nunononucaxapupa, JIMNC) [16].

Llenblo HaAcTOSALWEro UCCceaoBaHuUs
CTano onpenefieHne ponu KULWEYHoro auc-
6unosa B natoreHese HACT.

MaTtepuansl 1 MeToabl UCCNleAOBaHUSA

OnbiTbl 661N NpoBeneHsl Ha 20 Ge-
NbIX KpbiCax nuHuu Buctap (camupl, 6 me-
caues, 354 +* 15 r), pacnpeneneHHoix B 3
rpynnel: 1-asa (8 ron.) — Hopma, nonyyana
CTaHOapTHbIN KOMBUKOPM BMBapuUs (coaep-
XaHue xupa 7 %), 2-aq (6 ron.) nonyyana
BbICOKOXMPOBOM pauuoH (BXP) (+ 15 %
MnOACONIHEYHOrO0 Macna K CTaHAapTHOMY

KkomMbukopmy) n 3-9 (6 ron.) nonydyana BXP
M C MEepBOro AHS OonbiTa B Te4eHne 5 aHen
rnonyyana C NUTbEBOW BOAOW aHTUOMOTUK
JIMHKOMUUMH B 0o3e 60 mr/kr ona Bocnpo-
n3BeneHna gucbuosza [17].

OBTaHa3U1I0 XUBOTHbIX OCYLLLECTBAANN
Ha 21-1 geHb onbiTa NOoA TUOMEHTaN0BbIM
Hapko3om (20 Mr/kr) nytemM TOTanbHOrO
KpoBonyckaHua n3 cepgua. B romoreHate
neyeHn OMpepensinu cogepxaHue Tpurnmn-
uepungos (Tl dpepmMeHTaTUBHLBIM METOAO0M
[18], ypoBeHb MapkepoB BocnaneHus [19]:
coAepxaHne ManoHOBOro amanbpermpga
(MOA) 1 akTMBHOCTb 9nacTasbl; akTUBHOCTb
ypeasbl (Mapkep MUKpobHoro obcemeHe-
Hug) [20], nn3oumma (nokasaTeflb YPOBHS
Hecneundpunyeckoro nmmyHuteta) [20]. o
COOTHOLUEHUNIO OTHOCUTENbHbLIX aKTUBHOC-
TEeN ypeasbl U NM30LMMa pPacCYUTbIBAIN
cteneHb gucbuosza no Jlesnukomy [20].

B cbIBOpPOTKE KPOBM ONpeaensnm ypo-
BEHb «MEYEHOYHbIX» MapPKepoB: coaepxa-
HMe ounnpybuHa [21], akTUBHOCTb anaHu-
HamMmuHoTpaHcdepasbl (AJIT) [21] v wenou-
Ho ¢docdartasbl (LLLP) [19], a Takke co-
nepxaxne TI [18].

CtaTob6paboTKy MosyY4eHHbIX pesyb-
TaToOB OCYLLECTBNSIN B COOTBETCTBUM C
ykasaHuamn [22].

Pesynbrathl U X o6cyxaeHue

B Tabnuue 1 npeactaBnieHbl pesyib-
TaTbl ONPEenENeHNs CoaepXaHus Tpurnmue-
pUaooOB B MEeYEeHU N B CbIBOPOTKE KPOBWU
KpbiC, nony4aBwmnx BXP mnnu BXP + anc-
61o03. 13 aTux paHHbIX BUAHO, 4TOo BXP
LOCTOBEPHO yBenu4meaeT cogepxaHuve Tl
B neyeHun (Ha 38 %), a npu codyeTaHmn BXP
¢ aucbumosom copepxaHue Tl B nedyeHun
yBenmnympaetcs Ha 49 %.

B CbIBOPOTKE KPOBU KPbIC, MOJyyaB-
wux BXP, conepxaHne Tl yBennymnsaetcs
Bcero Ha 12 % (p > 0,05), a nony4aBLUNX
BXP + Oncbnos — Ha 36 % (p < 0,01).

B Ttabnuue 2 npencraBneHbl pe3yib-
TaTbl onpenesieHna B TKaHW nevYeHun 6u1oxu-
MUYECKUX MapKepoB BOcCnaneHus. N3 atnx
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Tabnuuya 1 cTeaTorenaTuT.

BnusaHue aucbuosa Ha YpoBéeHb TpurnuuepmnaoB B ne4eHU U B CbIBOPOTKe B Ta6ﬂ|/|L|,e 3

KPOBM Kpbic, nony4yaBwux BXP (M £ m) NPEencTABNEHbl Pe

NeNe Tpurnuuepuab! nbTaTbl On ene-
I'_II1- Fpynnel ne4eHb, CbIBOPOTKa KPOBM, 3y a penene
MMoOnb/Kr MMonb/n HUA B TKaHW MNevyeHn
1 |Hopma, n=38 6,66 + 0,24 0,33 + 0,02 aKTUBHOCTW ypeasbl,
2 |BXP,n=6 9,30 £ 0,88 0,37 + 0,01
b <0,05 b >0,05 nnsoumMMa 1 cTeneHu
3 BXP+ancbuos, n =6 9,92 + 0,67 0,45 + 0,02 amncbunosa. BuaHo,
p <005 p < 0,001 4TO Y KpbIC, MONy4aB-
p:1>0,3 p;: < 0,01

wnx BXP, akTtus-
HOCTb ypeasbl BO3pa-

Tabnuya 2 ctaeTt B 1,8 pasa,
BnusiHne p.ucﬁuosa Ha ypoBeHb MapkKepoB BocnaneHusi B ne4eHU KpbIiC, TOorga Kak y KprC,

nonyyaswux BXP (M *m) nonyuasimx BXP Ha

lMpumeyvaHue. p — B CpaBHeHUU C rp. 1, p1 — B CPaBHEHUU C Ip. 2.

N§:9 Fpynnbi MAA, mmonb/Kr AnacTtasa, MK-KaT/Kr CDOHe KNWe4yHOoro

1 [ Hopwa. n =8 1610 041 %002 ancbunosa, akTUB-

2 |BXP,n=6 38,729 0,52 + 0,01 HOCTb ypeasbl Bo3pa-
p>0,1 p <0,01

3 | BXP+auc6nos, n =6 56,2 3,6 0,58 + 0,03 CTaer noum B S pas,

p < 0,01 p < 0,001 4yTO CBUAOETENbLCTBYET

p1<0,01 p1< 0,05 O 3Ha4YuUTENbHOM pPO-

Mpumeyarue. Cwm. Tabn. 1. cTe MUKpPOOHON 006-

CEMEHEHHOCTU neye-
AaHHbIX BMAHO, 4TO Y KPbIC, NOJly4aBLINX HU. AKTUBHOCTb JIN30UMMA MEYEHU, HAMpPO-
B>XP, nosblwaeTcs ypoBeHb Nuvlb OAHOro TVB, [JOCTOBEPHO CHMXAETCS Y KPbIC, MOy-
Mapkepa — anacTtasbl, Torga kak y KpbiC, yaBlmx BXP (Ha 37 %) wnm BXP + auc-
nony4daBwmnx BXP + oncbunos, noCTOBEPHO 6103 (Ha 66 %), YTO CBWAOETENLCTBYET O
BO3pacTaeT ypoBeHb 0601X MapkepoB BOC- CHUXEHUM YPOBHSA HEecneumdruyeckoro um-
naneHus: MIOA Ha 35 %, anactasbl Ha 42 MYHUTETA B 3TOM OpraHe.
%. 9TV OaHHble CBUAETENBLCTBYIOT O TOM,
4yTo Npu co4vetaHun BXP c gmcbuosom B
neyeHn pas3BMBAETCH BOCManeHue, T. €.

B peaynbTraTte aToro, creneHb ancobu-

03a B NevyeHun Kpbic, nonydaswmnx BXXP, Bos-
pacTtaeTt B 2,86 pa3sa,

Tabnuya 3 @ nonydaswmnx BXP

BnusHue ancbuosa Ha aKTMBHOCTb ypeasbl, MU3oLMMa U cTeneHb Auco6uosa B Ha OHe KMLIEYHOro

neyeHu Kpbic, nony4yaswmx BXP (M £ m) amcbuoza — B 14,15
NeNe Foynnel Ypeasa, JInzounm, CreneHb pasa.

nn MK-KaT/Kr epn/xr ancbuosa, en.
1 |Hopma,n=8 0,036 + 0,005 110 £ 12 1,00 0,20 B T1abnunue 4
_ 0,065 £ 0,010 699 2,86 £ 0,37 NnoKasaHO U3MeHeHne

2 |BXP.n=6 p <0,05 p <0,05 b < 0,05
0,173 0,024 3747 14,15 + 1,72 YPOBHS B CbIBOPOTKE
3 | BXXP+gncbuos, n =6 p < 0,001 p <0,01 p < 0,001 KPOBU «MeYyeHOYHbIX»
p: < 0,001 p1<0,05 p1 < 0,001 MapkepoB. M3 aTux
lMpumeyvaHue. Cwm. Tabn. 1. ,El,aHHbIX BM,D,HO, yTo
Tabnuua 4

YPOBEHb MEYEHOYHbIX

BnusiHue p.ucﬁuosa Ha ypoBeéHb «MNe4YeHO4YHbIX» MapKepoB
MapkepoB cyue-

B CbIBOPOTKE KPOBMU Kpbic, nonyy4aBwux BXP (M = m)

NeNo —— BAnnpyGun, AT, 0o, CTBEHHO BoO3pacTaeTt
nn MK-MOMb/N MK-KaT/n MK-KaT/n inwb NP covYeTaHnn
1 |Hopma,n=8 4,0+0,2 0,33 + 0,01 2,8+0,2 BXP ¢ KUWEYHbIM

+ + +
2 |BXP,n=6 4"32;0%3 0’%4>‘0?3’01 2”)8;1%2 ancbuosom. Yeenu-
49+0,3 0,44 £ 0,03 54 +0,4 YyeHne YpOBHS OwUNM-
3 | BXXP+ancbuos, n =6 p <0,05 p <0,01 p <0,01 py6V|Ha n Wod ceu-
p:1>0,05 p1< 0,02 p1 < 0,01

eTeNbCTBYyeT O pas-
lMpumeyvaHue. Cm. Tabn. 1. A y P

ACTUAL PROBLEMS OF TRANSPORT MEDICINE +# 2 (48), 2017



AKTYAJIbHbIE MPOBJIEMbl TPAHCMOPTHOW MEAVLMHBI 4 N2 2 (48), 2017 .

BUTUM XOJlecTasa, a yBeMYeHNE aKTUBHO-
ctn ANIT (Ha 33 %) ykasbiBaeT Ha UUTONU3
renatoumToB [21].

Taknm obpasoM, NpoBedeHHbIe HaMuU
nccrenoBaHns nokasanu peLuaroLLyo poJsib
KnweyHoro aucbuosa B nartoreHese crea-
Torenatuta, BOSHMKAKOLLEro y /1L, C 4pes-
MepHbIM NMoTpebneHnem XMPOB U OXMpe-
HMeMm. lNonyyeHHble aHHble MOrYT CNYXUTb
OCHOBAaHMEM ANd OonpeneneHHon nepe-
opueHTaunm cTpaternm NnpopunnakTU4ecKmx
Meponpuatuii npn HACI. Ha noBecTky OHs
noJsikeH OblTb MOCTaBfIEH BOMNPOC O He0b-
XOAUMOCTM UCNONb30BaHUA ans npodmnak-
Tukn HACI aHTMANCOUOTUYECKNX CPEeacTB
[23].

CouvetaHne BXP n gucbunosa asnsaet-
cs akcrnepumMmeHTanbHon mopensio HACE un
MOXET WCNOJIb30BaTbCA AN OUEHKN 3d-
dEeKTUBHOCTM aHTNANCOMOTUYECKUX
CpeacTB.
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Peslome

ANCBIOTNYHI ACTMEKTW MATOIMEHE3Y
EKCMEPUMEHTAJIBHOIO
HEANNKOTOJIbHOIO CTEATOIEMATUTY
JleBuubkuii A.T1., ToxeHko A.l.,
JleB4eHko O.M., Bacrok B.JI.

BrcokoxXxnpoBuin pauioH B MOEOHaHHI
3 KULUKOBUM ANCOIO30M BUKIINKAE PO3BU-
TOK cTeaTorenaTtuTy, WO BUMarae 3actoco-
ByBaTU O/ MOro npodinakTukm aHTmanco-
ioTU4YHi 3acobwu.

Knio4yoBi cnoBa: BUCOKOXUPOBUK paLli-

OH, KULLKOBUWI Anc6io3, HeasikorosabHu
crTearorenarTur.

Summary
DYSBIOTIC ASPECTS OF EXPERIMENTAL
NONALCOHOLIC STEATOHEPATITIS

Levitsky A.P., Gozhenko A.I.,
Levchenko E.M., Vasyuk V.L.

Aim: To investigate of role of intestinal
dysbiosis in nonalcoholic steatohepatitis.

Materials and methods: Rats were
feed high fat diet (fodder plus 15 %
sunflower oil). One group of rats received
high fat diet (HFD) on experimental
intestinal dysbiosis, wich obtained by
introduce of lincomycin in drinking water.
The duration of experiment was 21 days.
The content of triglyceride (TG), activity of
elastase, urease, lysozyme and content of
malondialdehide (MDA) were determined in
liver homogenates. The content of MDA
activity of ALT and alcalin phosphatase (AP)
were determined in serum. Degree of
dysbiosis was determined by ratio of
relative activities of urease and lysozyme.

Results: HFD increased content of TG
in liver, but no increased levels of hepatic
marks (bilirubine, ALT and AP).
Combination of HFD and intestinal dysbiosis
increased level of TG in liver and in serum,
increased levels of inflammation marks
(MDA and elastase) and decreased of level
of lysozyme in liver.

Conclusion: Combination HFD and
intestinal dysbiosis is essential to
development of steatohepatitis.
Antidysbiotic means is a need to
prophylactic of nonalcoholic steatohepatitis.

Keywords: high fat diet, intestinal
dysbiosis, nonalcohol steatohepatitis.
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PekomeHnoBaHa Kk ne4atv Ha 3acegaHuu
penakLUnoHHOM KOJIEruv rnocae peLeH3npoBaHus
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