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OVYHKLII TPAaBHOI CUCTEMM

 MOTOpHO-MexaHIYHa
* CeKkpeTopHa

* |HKpETOpHa

* BcMmokTyBanbHa
 BuainbHa



Kapiec —naTonoriyHunin npouec TBEpAUX TKAHUH
3y0a, Lo U pO3BMBAETLCS B peadynbraTi Ail
€K30reHHUX Ta eHOOoreHHUX akTopIs., |
XapaKkTepusyeTbCca ocepenkoBoto
oemMiHepanisauieto Ta pyuHyBaHHAM emarni,
OECTPYKUIED | YTBOPEHHAM MOPOXHUHU B AEHTUHI.
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MoxaHHec AHgpeac dibirep

HobeniBcbka npemist 1927 “3a BIAKPUTTSA
KapuMHOMMU, LLIO BUKITMKAETLCA Spiroptera ”



H.Pylori

PobiH YoppeH Ta bappi Mapwann -
HobeniBcbka npemisa 2005 3a BUBYEHHS
BNnBY 0akTepil Helicobacter pylory Ha

BUHUKHEHHSA racTpuUTy Ta BUPaA3KOBOI
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[lpo3ananbHa
BIAMOBIOAb HA
NnepcuUcTyBaHH
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Intraductal
phospholipase

‘ Common
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Oxygen free radicals ‘
due 10 inflammation Cell Injury

PANCREATIC ACINUS 0;. H,0,, *OH, NO

EXOGENOUS
* Alcohol
¢ Viruses

(e.g.. mumps)

* Trauma

ENDOGENOUS
* Hypercalcemia
* Hyperlipidemia
* Obesity

Secretagogue effect

OBSTRUCTION

* Galistone in
common bile duct
¢ Cysitic fibrosis
- pancreatic duct
¢ Tumors
¢ 7Edema or spasm
Loau.lgo of enzymes g: g:,h:c(ef
thloggh injured ductule
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from damaged acinar cells
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3 Increased Serum Amylase

Pancreatic enzymos

DIAGNOSTIC TEST FAT NECROflS/ VASCULAR
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ACUTE PANCREATITIS
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Knacudikauia natonorin neviHku

Cnaakosi
lHQpEKLINHI
3a eTionorieto TOKCUYHI

OBOMiIHHO-an IMeHTapHi
[TopyLueHHsA KpoBOODIry

‘enaTto3u
3a Mmopdonorieto ‘enaTtuTu
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3a natoreHe3om

» [enaTo-BackyndapHa

 [enaTo-uenntonapHa

 [enarto-biniapHa



Bagu po3BUTKy




A B C D E F(Toga G
virus ) (Pegivir
us A)
LLngax dekanbHo- | NapeHTepa | [NapeHTe | [MapeHTe | PekanbH | [NapeHTe | [MapeHT
nepegaui opanbHUN | NTbHUN, panbHUA | panbHUK | O- panbHWU | eparnbH
cTateBuu oparnbHU 717
7
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HUN
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[enaTtunT A (xBOpoba boTtkiHa)
3axBOproBaHICTb - 40 10 000 000 BMNaAKiB Ha piK

Hepatitis A virus

high risk

SOURCE: WHO, 2012




[enaTut B

Acute hepatitis Chronic hepatitis Liver cirrhosis

Recruitment of Amplification of intrahepatic cellular Virus/host coexistence Fibrogenesis/scarring
HBV-specific cells infiltrate by nonspecific mononuclear cells Downregulation of inflammation Liver function |

HBV DNA | Serum ALT $44 Serum ALT 4 > 30 years
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Cytolytic and noncytolytic IFN-y-induced
effector functions chemokine secretion Bile canaliculus

_Apoptotic
. 5 hepatocyte
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CXCL9, CXCL10 ) IL-8, TNF-ct 3
IFN-y C
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FAS-induced GRCLLS A withdrawal | @23 b
f /v apoptosis ’\) — 'FN"I—"_——;.,\; of IL-2 — (&D¢ acid

TNF-a -':NK
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- T ECM
"'//%% > 7 disruption

CCL3,CXCL3 cXxcLe
CCL5, CXCLS ¢cXCcL10

N

: NATNF-a

L8 IFN-y -

IL-12, IL-18 Ciioe
NK

Infiltration of Recruitment of Recruitment of Chronic inflammation with Virus- and
HBV-specific HBV-nonspecific neutrophils continued cell death and inflammation-induced
T cells mononuclear cells liver regeneration hepatocarcinogenesis

«Simplified schematic presentation of key immunological factors that contribute
to the pathogenesis of acute and chronic HBV liver disease»




BapiateabHicTh Bipycy renarurty B sik ¢pakTop
naroreHe3y iHpeKIiiHOIrO 3aXBOPHOBAHHSA

JTokanizauina
MyTauii

MonekynsapHun
deHoTUN

KniHiyHun pesynbTar

S-npomoTop

MNopyweHHs 36o0pku
BipycCiB

Dibpo3yrouunn
xonecraTudHUM renaTtuTt

Pre-C-stop

Brpata HBeAg

Baxxkun nepebir
renaTuTty

OHK-nonimepasa
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pennikauii

BipycHa nepcucrteHuis
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iHriGiTopiB
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3MEeHLUEeHHSA
pennikauil

XPOHIYHUNM renaTtuTt
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Collagen IV
Laminin €"**
Protoglycan

[enaTtnt C
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Inhibition HGF
Stimulation

Hepatocyte Stimulating Factor
Hepatic Stellate Cell

Tissue Inhibitors Metalloproteinase
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Plasminogen Activator Enzyme
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Hepatitis C virus RNA
9600 nt bases

Gene encoding precursor polyprotein - ——
i [ N TR LI

Structu{al proteins non—sl:n.ﬁctuml proteins
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[TopyLLEHHS
0INKOBOro 0OMIHYy

Mitochondria Peroxisomes Microsomes

Oxyradicals Inflammation
Fibrosis

Lipid peroxidation

Ribosome . Folding
Chaperone intermediate Propedy ko

\ keratin
$oe8,

F —_—

Oxidative stress

Ballooning of hepatocytes

/N

High grade volume A Mild grade volume — gl
HSPs Proteasome
MDB 1857
=
B
Hepatocyte apoptosis =
Hepatocyte necrosis —> Fibrosis —> Cirrhosis —> HCC 155 _ I ESE ]
Hepatocyte death Degradation : .
Mallory-Denk

body



AnNKoronb-IHOyKOBaHUW renatut

TOKCUYHI
MeTaboniTnTn

AKTuBaUIs KIiTUH
MaKpodbaranbHOro
pAOy

[TopyLleHHS
pereHepauii
renaToumuTiB
Posnagu oomiHy
PEYOBUH, 30KpeMa
ninigie (akTmuBauis
SREBP)

Chronic ethanol consumption

ADH, ALDH
Cytokines Gut
Chemokines || permiability
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>KoBTAHMUA

[emoniTnyHa (HagneyiHkoBa)

[ enaTo-uenntondapHa
(mneviHKoBa)

ObTypauinHa (nignediHkosa)




MeTtaboni3am binipybiHy

Senescent red cells are a
major source of hemeproteins.

g Breakdown of heme to bilirubin
occurs in macrophages of the reticulo-
endothelial system (tissue macro-
phages, spleen, and liver).

MACROPHAGE$

B
</ u Bm"i’b;" iﬁitake; The remainder of the urobilinogen
up via facilitate is transported by the blood to the

dif;"Sior.‘ by thg "‘.’3_:' kidney, where it is converted to yellow
a:1 con]t_xgateu Wy urobilin and excreted, giving urine its
R e 2 characteristic color.

Unconjugated bilirubin
is transported through
the blood (complexed to

albumin) to the liver. (= s = =
; . A portion of this urobilinogen
9_>> - ﬂg participates in the enterohepatic

urobilinogen cycle.

KIDNEY

>

a Conjugated bilirubin
is actively secreted

into bile and then INTESTINE Some of the urobilinogen

the intestine. is reabsorbed from the gut

and enters the portal blood. B To urine

In the intestine,
glucuronic acid is WV
removed by bacteria. S TN

The resulting bilirubin SN
is converted to
urobilinogen.

Urobilinogen is oxidized
by intestinal bacteria to
the brown stercobilin.

{




[TopyLLeHHA KoH torauil

o [ XH
* TOKCUYHa >KOBTAHULS

» CnHgpom >Xnnobbepa (UDP
glucuronosyltransferase deficiency)

* CnHgpom Kpirnepa-Hanapa
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The deletion of the estrogen receptor a gene reduces
susceptibility to estrogen-induced cholesterol cholelithiasis in

female mice

Ornella de Bari’, Helen H. Wang', Piero PortincasaZ, Min Liu3, and David Q.-H. Wang'4
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Cholesterol

Cholic Acid Chenodeoxycholic Acid
Primary Bile ~ Ao

Secondary
Bile Acids

Glyco. Taro. Gyoodeony.  Towrodmory. Ghysodin  ToucSho- Gy oche rode ey Ta woche rode oxy -

. cholic Aod cholicAcrd owncAcd haiacAOd oicAcd cholicACld chac Acid  chaoiic Aad
Conjugated -

Bile Acids

- N - o - . e o~ . .




«...n HemeaneHHo
BbINWIM.»
BeHeOukT
EpodeeB
«MockBa-
[leTyLwKn»




