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pefi. 2.1 AfT47 08 yO AT 0 & 1434230 DPO FACO Al fif A1 &y nA+Af 8.
060 & i:a pef. 3: 541 bedi £ezal a 2L(NNL21N-R), Gagd 18, a6d 2aa86p U @6 mdi Al 680 0 (PAF), idf T 080 B
581 T30 5280 Af O f 06 4&sbé (I ND-1), of madEAGEST O (IL), &f O AB&ASTI (IFN)/, 140 Seefiia a0 A84T T pT O &8f ach

(1 D) 2edaiaas0id0 (F P), ndal ioT Sepopl &6 GaddTd pifid & (TGF)- -, &f Aosal T bal 41 06 PbRo 14T & Haed 18
(IGF), %380 13 pi 0 & 311 4T 6&nadi 18 noT &AOT aeadl &y (PDGF), af %1 0 &ficél 2 (ATIN)

i3108810), & 0aéeed [Af00 BAVAISIAN [éd10dAI- ailioe+aneial elesaifia 1adaidein, 1 & asoea-
fieooadia [18, 28]. 06 aeifeivdoe-aneeé i5i6ann, naycaiaé A
Na&ae 0aeoidia aifida TGF- , JABYAORy eep+a- noeiceyoedé idiacesee 1addeefia a 1150asiins
Al 184820151 & 084dTAAIACE T8+4ie [1, 4, 6, 7, e 1A004060ABI00 0LASTABAN0A0 & +afoe+it A
10, 40]. TGF- fiifTafn0a6a0 Aeidacé AEI, 0dai- 81056004100 181084d146aM0A5, El6aBeciaal-
roidiacee CEi a ieioeadiasanoiiiaiaiod 106 ecia+asuil a foayiaioaeeasnii idIHOdAIR-
eeaoee. Dacee+i0a MAilTA0, eiaeasdopued fiei- 0a& Aefifia (3ef. 3).
08¢ TGF- , e6é fealasuita iooe, 8101504 d3aseco- CEi aiaga+&i0 a yiaioeoic aifioe~anees ia-
bofy TIAB&AR0AT YOIaT 0280188, AGUAROAAIN B3AIBeIABUIND eeaole, 4 AAeSA0ep ANleeiiaioa-
Rieeeapd 084dic A yefiadeiaioasuins 11aaeys. &ifa, 120086106 1a0assTisivaeiac (MMPS), déa-
0aeold 3ifida 0dNATBROASITAT idieRdieadiey 18406 eiaeaeoidia iiDs (TIMPS) [28] & 8ifoTaid
(PDGF) yaéyaony iacaieda iiuiGi 1eoiaaim 6a60151a, A BAAAIADAOIBINA TBTOARAD, +Of M-
CEi, & fioeioeysey AT yefisanfes ideaiaes & fa- iaf0acad idieeoddacee aaiaoioedia A58 da-
36oaieh 5aA66yOTBIN6 IBI6AMMA 4 1a+4ie [7] B3I0T5 18&31081681a p75 [28], A BAAGEYOep aidei-
fla0odied AEl & iadaiseid — yoi ia ofeuel Adi4ca & DAla&eesIAAIed MINGATA +&dAC MAGA-
iaffieaineé isioann, Alcaaiité efiaainaceaé - 6ep aiaeiaaiins casoiia [2, 22] & a aditaeia-
488808606 déAe ANBAAN0ASE [4edide+aneial & je-afeop 66ievep HBAAROAT eia6eoee aeoe-
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G.D. Fadeyenko, N.A. Kravchenko
PATOGENETIC MECHANISMES OF LIVER FIBROSIS. INNOVATI VION
DIAGNOSTIC AND PROGNOSTIC CRITERIES

Liver fibrosis is the excessive accumulation of ext racellular matrix proteins. Activated hepatic stell ate cells express a
broad spectrum of matrix components. The pool of (m yo-) fibroblasts can be supplemented by epithelial- mesenc-
hymal transition (EMT) from cholangiocytes and pote ntially also transition 1f hepatocytes to fibroblas ts, by influx of
bone marrow-derived fibrocytes in the damaged liver tissue and by differentiation of monocytes to fibr oblasts. These
processes are regulated by the cytokines TGF- and BMP-7, chemokines, colony-stimulating factors, metalloprotei-
nases. They offer innovative diagnostic and prognoc tic options. Modulation of TGF- /BMP-7 ratio changes the rate
of EMT. The extension of pathogenetic concepts of f ibrosis will provide new therapeutic possibilities of interference
with the fibrogenic mechanisms in liver and other o rgans.
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