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* TTepimTwon 1

« ‘Avdpac 30 stwv, epdavilel avopetia, vautia, ELETOUC Kol Kakouia amno edouadoc, evw amo
48wpPOUL TAPATAPNOE UTIEPXPWON OUPWV Kat Kitpwvn xpold tou odBaAuou. O acBbevic eixe SekaTikn
TUPETLKN Kivnon 37,5 C xwpig plyog. Avadeépel meplotaotakr oe€ovalikn emadn xwpic mpoduAaén,
PO HUNVOC. ALOEVEL O QLOTIKO KEVTPO, OEV aOXOAEITAL LE AYPOTLKEC Epyaoiec, Sev £xel {wa Kal dev
KAVEL Xprion evOodAEPLWY ouolwv. Emtiong Sev avadépel AnPn kamolou papudkou i fotdvou TLg
teleutaieg 2 efSouadeg mpLv appwotAoeL EKTOG amnod 1 dtokio mapaketapoAng 1000 mg mou éAafe yla
novokedpalo.

* Quolkn e&€taon:
* Aptnplakn nieon: 110/80.
* Yduyuol: 84
* Ogppokpaoia: 37.5° C, Avamnvoéc: 20.
* Kitpwn xpola emunedpukota.
* EvawoOnoia oto 6§16 avw 4poplo.
* WnAadnto nnap 3 &k.
* Oyt omAnvopueyoAia.
* OyxLmtepuyoeldn tpouo.
e Aoutd cvotiuata K..



Laboratory results included:

Hematocrit 48%
Anti-HBe Total - positive; IgM fraction - positive
White blood cell count 6000/uLl with a normal differential
Anti-HCV Negative
Prothrombin time 13.0 seconds
Aunti-delta virus Negative
Electrolytes Normal
Anti-HIV Negative
Creatinine 1.2 mg/dL Urinalysis: pH 7.2: golden brown

protein - trace

glucose - negative
Aspartate mni.umransferas AST Ei]irnbin fm‘i tive (3+)

Micre: 0-1 RBC/HPE.

Alanine aminotransferase ‘ ALT 0 WBC/HPFE. No casts. crvstals. or bacteria

Alkaline phosphatase

Total bilirubin 1L

Direct bilirubin

Anti-HAWV Total - positive; IgM fraction - negative

HBsAg positive




T€ONKe n dtdyvwon ¢ ofeiac nratitidac B xywpic NTATIKA AVETIAPKELQ

‘EAafe uTTOOTNPLKTLKY aywyn,

H xoAepuBpivn otaBepomnoiBnke yia 3-4 nuépec ota 15 mg/dl kat akoAoUBwC ApXLOE N TTWON
™G

O aoBevnc e€NABE LKTEPLKOC O€ KOAN KATAOTOON LE OUOTOON YL EMAVEKTIUNON 0€ 15 nUEPEC Kall
£val [LRvaL.

Katd tTnv EMAVEKTIUNON OTO HAva Ta BloXnUKa ixav opadomnolnBel kal o aoBevic eutuXwC ixe
apvntikomotost to HBSAg kat eixe avarmntuéel anti HBS






Og aia H"aTiT|6a ACUTE HEPATITIS

Portal tract /‘ﬁ

Awoykwpévo epuBpod 1 mpdowo Q‘.We.y:?::ﬁggam
(xoAootatiko) Amop. o 2O 2728 %\ Bio duct
, , / é\_y) G e .‘5 reaction
JNapeyXUpaTIKEC AAAOLWOELC “3:-',‘ h‘."ﬁ‘%
Awatapoxni AoBLaknC oPXLITEKTOVLKNG '
E€oldnon/6Loykwon nmatoKuTTapwv " 5, Ballooning degeneration
Hmlxgowrraptkﬁ VEKPWON: LovnRpn KUTTapo N ' | & — Apoptosis
opadec. B
Macroph
2oBapn popen: yepupormoloc vekpwan (rulato- > aggregates
riuAaio, TTUAOILO-KEVTPLKK), KEVTPLKO-KEVTPLKN). " A\
DAeypovn: kuplwg Agpdokuttapa kot pokpodaya, (Hopatite % ; Cholestasi:

ETIEKTOLON OTO TIOPAKELUEVO TIAPEYXU AL UE Apoptosis—¢

NTOTOKUTTAPLKN VEKPWON Bw
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Central vein



Aiatapaxn AoPiakic apxITEKTOVIKAC
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ATOTTTWTIKA cwpartia (vékpwon HEHOVWHEVWY
NTATOKUTTAPWYV)

= ATTOTTTWTIKG NTTATOKUTTAPA (BEAN) KAl ATTWAEIQ KOATTOEIDIKAG
APXITEKTOVIKNG (AoBlakn aTagia).



["epupomoio¢c vEkpwon

YTTapxel aTTWAEIQ NTTATOKUTTAPWY PETACU TNG TTUAQIOG
TTeEPIoXNGS (P) kal TNG KevTPIKAG QAERac (V), Mia alAayn
YVWOTA WG YEQUPOTTOIOG VEKPWON




TTavAopiakn vEkpwon
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Xpovia HraTtiT1da

Kowéc aAAdowwoeic ue tng oéeiac:

Hniatokuttapkn BAABN, VEKpwWON Kat
ovayévvnon.

MuAaia dtaotiuarta:

®dAeypovn: MNeplopiletal ota mulaia
SdlaotApata, [ EMEKTELVETAL OTO
TIOPOAKELLEVO TTAPEYXU A LE YEDUPOTIOLO
dbAegypovn Kal VEKpwon

lvwon: MuAaia, ) tuAaia kot teputulaia,
A OXNUOTIONOC WWOWV SladpayaTwyv

HBV: "ground-glass" nmatokuttapa,
COLUMWEELG» TTUPAVEG

HCV: oxnpatiopog Aspdolidiov, xoAayyeLokn
unepniAaoia

CHRONIC HEPATITIS

Portal tract

Lymphoid aggregates
Bridging necrosis

@Q '-‘;__;__}.__;_‘ﬁ‘-'-:——‘:“‘ T

Central veil
Bridging fibrosis

Periportal necrosis

Ground-glass cells

Peri I
eriporta (Hepatitis B)

fibrosis

Apoptosis ‘Q
Lymphocytes —® Fatty change
a (Hepatitis C)
D Fe
Macrophage /‘:‘
aggregate

Central vein



Xpovia HrartiTida



IktepoC - XoAootaon
XoAootaon

* Hmatwkr SucAeltoupyia

* Anodpatn xoAnpopwv
Mopdoloyia

* XoAbéotaon ota xoAndopa cwAnvapla

* Amo@pakTtikn xoAootaon: Atataon twv nuAaiwv,
xoAayyetakn vneprndacia, oidnua Kot OUSETEPOPIAT

* lvwon nuAaiwv dtaotnudtwv




VIRAL HEPATITIS
Toyevne HmrariTida \*'1 ASPARTATE TRANSAMINASE (AST)

* 1 ALANINE AMINOTRANSFERASE (ALT)

P
X

o OO )& G/

— ALT>ASTY

N VIRAL HEPATITIS —> ALT is HIGHER 1:>15
RS & R u ADVANCED HEPATIC LJ\)—’ AST > ALT ™
- L, s )
< 6 MONTHS ‘[l:] ASYMPTOMATIC : FIBROSIS % CIRRHOSIS

~ FATIGUE ~ MALAISE AST > ALT

~ MALAISE ‘ ~ FATIGUE

~ NAUSEA

~ VOMITING

~ ANOREXIA = ViraL Heramms

f kv i » CHTOTORMC KNG rveh T Contmnation

~ JAUNDICE W, L

~ DARK URINE & CeLL APOPTOS IS

~ R. U. QUADRANT ! g+ T-Cer

TENDERNESS LWVER

Damag€




IoyeviAc HrariTida A

HEPATITIS (A (HAV)

* RNA PICORNAVIRUS

% FECAL-ORAL ROUTE =
— CONTAMINATED WATER or FOOD

\ HEPATITIS (A (HAV)

’ SELF-LIMITING — DOES NOT PROGRESS to CHRONIC <

PROGNOSIS is GOOD =
* MOST COMMON CAUSE of ACUTE HEPATITIS pees e @
TRAVELERS E HEPATOCELLULAR CARCINOMA
AT RIS o CARE WORRERS INCUBATION = ~30 DAYS ﬁ Py
/ / \ i) ANTI-HAV Iga ™
SILENT/ CLASSIC A \ ( PRIOR INFECTION
SUBCLINICAL PRESENTATION ACTIVE ( VACCINATION
( ABSENCE of L ACUTE VIRAL eI . e
SYMPTOMS HEPATITIS ANTI-HAV IgM
- HEPATOMEGALY S
l_sl:\\/OEKI?E’IgN to 0 2 4 6 3 10 12 (WEEKS)

CARRIER STATE



Toyevic HratiTida E

HEPATITIS [€ ev) HEPATITIS [€] (HEV)
* HEPiVIRUz tﬂﬂlt‘fe o | My = * TREATMENT: SUPPORTIVE
' Fﬁ;uhﬁgi?coo:eoo gEAFOODM i ﬁ ,,K v HEV RNA ALTflt\ - * VACCINE: j@
or CONTAMINATED WATER ASYMPTOMATIC SYMPTOMATIC
L WATERBORNE EPIDEMICS . F— ANTI- HEV 136G
* SHORT INCUBATION L RECOVERY
CLASSIC e
_s PRESENTATION ANTI-HEV g T
S - ACUTE V. o
@@ HEPXnensIRAL / * F&L;:\Igl&lm ;nemnns | ( ACTIVE INFECTION
L HEPATOMEGALY |
(L AVERSION to - SEVERE LIVER IMPAIRMENT
SMOKING o v 0 2 4 10 12 (NEEKS)

* DOES NOT PROGRESS to CHRONIC
L NO RISK of HEPATOCELLULAR CARCINOMA



HEPATITIS (B)) (HBV) Toyevic HrariTida B

P i

— €) PARENTERAL TRANSMISSION ™ ¢ SALIA
- IV DRUG USERS  ALSO DETECTED IN—] sweAr
- NEEDLE STICK ACCIDENTS SEMEN
- DIALYSIS BREASTMILK

(- BLOOD TRANSFUSION

L €) SEXUAL TRANSMISSION = \V‘\\\

. Won
m

> HORIZONTAL TRANSHI$SION

VERTICAL TRANSMISSION

© PERINATAL TRANSMISSION ™

( PLACENTA INCUBATION PERIOD PRODROME. .

L DURING or AFTER BIRTH (30-1300AS) B EELAEE
~ BLOOD ~ ARTHRALGIAS
~ BODY FLUIDS ~ LYMPHADENOPATHY
~ BREASTMILK ~ PRURITS

.

L —

3 ACUTE HEPATITIS "

- COMPLETE RESOLUTION

44

———> CHRONIC HEPATITIS

- +/- CIRRHOSIS

FULMINANT uemmsw

- RAPID & MASSIVE
NECROSIS
- LIVER ATROPHY



Ioyevic HrariTida B
HEPATITIS (B)) (HBV)

* DNA HEPADNAVIRUS FM‘\ILY@
PROTEIN CAPSID

HEPATITIS B
CORE ANTIGEN HBcAg

HEPATITIS B HBeA3

e ANTIGEN HEPATITIS (HBV)

| CHRONIC HBV INFECTION Ty R e
t'elf!:\lT?TEENELOPE [ \w” L PIECES of HBV PROTEINS |
SURFACE ANTIGEN (ZaT) LIVER DAMAGED b ?5 '. >

RESPONSE of CYTOTOXIC ¢

T-CELLS to ANTIGENS
L HBsAg & HBcAg




Ioyevic HrariTida B

MARKER
HBsAq

ANTI-HBs
HBcAg

ANTI-HB¢

HBeAg
ANTI-HBe

HEPATITIS (HBV)

INDICATION

ACTIVE INFECTION @,
RECOVERY or IMMUNITY (VACCINATION) q @ %
ACTIVE REPLICATION Q
IgM —> RECENT INFECTION ( < 6 MONTHS) %

lgGa — RESOLVED or CHRONIC ﬁlé

POOR PROGNOSIS &
AcTIve RepLICATION 1 S L e BIt T

AFTER RECOVERY — | TRANSMISSIBILITY



Ioyevic HrartiTidoa B

ACUTE HEPATITIS B INFECTION

WINDOW PERIOD




Ioyevic HrariTida B

AGUTE | | cHRoNIC CHRONIC IMMUNIZED

NI O
HEPATITISE . HEPATITISB HEPATITIS B
U “WINDOW | % & Re; g\l/ RY Q
. PERIOD IN VITY | INFECTIVITY
MARKERS Ll | "QV | INFEC

HBsAq

ANTI-HBs

|
| @ |
| @ |

ANTI-HB¢ |gM

®
®

| @ | |

ANTI-HB¢ I3G

@ =

HBeAg —

| @D |
| @ |

ANTI-HBe —_ @ ‘ I L — @ —

%% AFTER CLEARING INFECTION or
TRANSITIONING o CHRONIC



Avoooiotoxnueia pe avti-HBS avticwpa n onola
deiyvel Tov 1O

Bloyia nmatog pe xpovia nratitida B. Hratokuttapa amnd ecpupLloptévo yuald (diknv
BoAnc vualou) mtou mepteéxouv HBsAg oto kuttaponmAacpud toug (H&E).



Toyeviig HuariTida B
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Toyeving naTi'rlBa B

I

14

O¢ lvwon pe

Xpovia Hrrarimda B: NMuAalokevtpikn kot mulatonuAaio yedpuporol

dwaon (Masson trichrome stain).

I

I 4

OLPXLTEKTOVLKI] TTAPaOp



Ioyevic HrariTida D

HEPATITIS (D) (HDV)

* SINGLE-STRANDED RNA ™ P
- MOST COMMONLY TRANSMITTED PARENTERALLY ¢

> WONDER TWINS, ACTIVATE!
* REQUIRES HBsAg to ™ EV___V_]
ENTER HEPATOCYTES o

( CO-INFECTION
(HBV & HDV at the SAME TIME)

- SUPERINFECTION

(CHRONIC HBV, then HDV) _ /.
> WORSE PROGNOSIS & |
TRISK of LIVER CIRRHOSIS C/F\ORM OF: CIRRHOSIS! ’




Ioyevic HmraTtiTida C
HEPATITIS (€ @ (I-ICV)

* FLAVIVIRIDAE FAMILY

* ENVELOPED, SINGLE-STRANDED RNA VIRUS =
- ICOSAHEDRAL SYMMETRY

* LACKS 3'-5' EXONUCLEASE ENZYME ACTIVITY

( NOT CAPABLE of CORRECTING ERRORS during REPLICATION
- VARIATIONS in ANTIGENIC STRUCTURE

SEVERAL SUBSPECIES



Ioyevinc HrariTida C ,
HEPATITIS ((C): (HCV)

NG
N .

* TRANSMITTED ™ * LONG INCUBATION  ¢7%
PARENTERALLY (2 WEEKS - 6 MONTHS) {2 %)
L~ IV DRUG USERS ™ * ACUTE INFECTION

L NEEDLE STICK ACCIDENTS by
L DIALYSIS

- BLOOD TRANSF USlON 'm. * STABLE CHRONIC INFECTION D
. CIRRHOSIS
- HEPATOCELLULAR CARCINOMA



Ioyevic HmraTtiTida C

-~

Natural History of HCV Infection

Ex
ACATE PHASE
‘_/ﬂlﬁ".i: (15 "'H.,_‘ B5% [85]
. HIV and
E-H‘i-ﬁl"l"'ﬂ'd l:hrmu Alﬂﬂhﬂl
B (58]
N T 20°% n?]\
Stable Cirrhosis
ah"'.;;ﬁ [13) \‘1 25% (4)
Slowly HCC
Progressive TRANSPLANT
CEATH

Rlter, ML Gpidemiclogy of Hapatifis € in the Wast, Sein Liver Dir. 1998: 15 514,
llhrn-r-ll'J Hepatitis C: MH Consendus Siolemsal 1997 Martin 24-28, 153




HEPATITIS (€ (HCV)
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Xpovia nmatitida C

(PAeypovn ota nuAaia pe oxnuotiopo Aspudolidlakwyv abpoicewv —
Amwéng 61Onon-pAaBn ota xoAayyeia)




TTepimTwon 2

e Avdpac 57 eTwv MPOOEPXETAL OTA EEWTEPLKA LATPELA AOYW
OUYXUTIKAC cupmepLpopac amo 24 wpou Kol SLoykwaong Tng
KOLALAC.

* MEAN TNC OLKOYEVELA TOU aVOPEPOUV OTL KATOUVAAWVE OPKETO
OLWVOTIVEU AL Ta TEAEUTALA XpovLa, ~ 1 Aitpo ALKEP TNV NUEPA.

* Avédepe emiong OTL KATA TO TTAPEABOV EKAVE KATIOLA XELPOUPYELQL
ylLol Ta oTtola TAPE mapaywya aipatoc.




>tn duolkn e€€taon

KaxekTikog avépag e mpoExovoa KOWALA 0 onoio¢ patvotav Katc
TLOAU peyaAUtepo¢ amo tn puotoloyiki Tov nAwia. A.M. 90/60,
opuelc 120, kal Bepuokpacia36.8° C.

IktepOCG

Mkpd apoxvoeLdN ayyELWHLOTO 0TO SEPHa TOU TPaXNAOU Kol TOU
Owpaka

Hmtatikég MaAApEeS

AvamnvevoTtikoi poyxot

ALOYKWHEVN KOWALA LE LETOKLVOUEVN apBAUTNTA,

WnAadntog onAnvag

‘Hrap PnAadnto 4 ek untd to Lo umoxovdplo, spanning 16 cm
Kipooeldbwg dratetapévec pAEBeC meplopdaAikd
ApdotepONAEUPO OLdNUA OTA KATW AKPOL

NeupoAoylkd o acBevr¢ AT UTIVNALKOC olAAAL HE SuvatotnTa

enavadopag.
Mtepuyoeldn¢ TPOOG



Laboratory results included:

Hematocrit

WBC

Prothrombin tune

AST

Gamma-glutamyl transpeptidase

Total bilirubin

Total protein

Albumin

25%

12.000/uL.

15.8 seconds

190 T/L

65 U/L

170 U/L

1510 U/L

7.4 mg/dL

7.8 g/dL

2.8 g/dL

Kpeartwvivn
Oupia

1,1
45

Ammoma

Amylase

Lipase

HBsAg

Anti-HBe

Anti-HCV

150 nmeol/L

52 U/L

64 UL

negative

total - negative

negative

Urinalysis: pH 7.0: golden brown

ANA negative
ASMA negative
AMA negative

hilirubin - positive (2+)

YepouAomAaopivn puololoyikn




EotaAn aipa yia KOAALEPYELA KOL EYLVE TTAPAKEVTNON TOU aoKitn. H gram xpwon
TOU UYPOU ATAV aPVNTLKN. ECTAAN uypo yLa KAAALEPYELQL.

A&oviKn eykePAAoUL : Lok eykebalomaOela (TMOALEC LOXOALULKEC AAAOLWOELC)
Kal eykepaAikn atpodia.

Me Baon Ta avwtEPw 0 a.oBevrc Sleyvwobn we MAcXwVv amo Kippwon AMAtog
OAKOOALKN G autioAoylog HE Nrtatikh eykepakonadeia, xwplc AAAEC ETMUTAOKEC
OTMWC alpoppayla TEMTLKOU, autopatn Baktnplakn nepttovitida r} nmatovePppLko
ouvbpopo

O aoBevnic eAafe vypd evOoPAERLO Kal EYLVE HETAYYLON AlMATOC, EVW €TEODN o€
OUOTNHUATLKOUC UTTOKAUGHOUC e AaKTOUAOTN Kal veopukivn 3 dopEC TNV NUEPQ,
UTTO Ta oTtoLal BEATLWONKE LE ATIOKATACTAON TNE TIVEUUOTIKAG TOU EVAPYELOC LETA
diuepo. AkoAoUBwC €T€ON og AaKTOUAOTN ATTO TO OTOMA WOTE VA EXEL 2 KEVWOELC
NV NUEpPQ.

‘Eylve evOOOKOTILKA £EETOON AVWTEPOU TIETITLKOU £0€LEE SLATETAMEVA ayyEia
(PAEBEC) oto KATWTEPO 3UOPLO TOU 0L00PAYOU KAl OTOV EYYUC OTOUOXO, OTIOTE
yla tpoAnyn Kipooppayiag etEOnN oe aywyn HE B-amOKAELOTEC.

Figure 1 Large esophageal varices at EGD.



O aoBevnc mapakoAoubeito og ATAKTO XPOVLKA
SLOOTAMOTA VL0 APKETA XpOvLA

Karmotla otlypn €kave AL ELoaywyr 0To VOCGOKOUELD
AOYW €MLOEIVWONG TWV CUUMTTWHATWY, aVopeLac Kall
anwAeglac Bapouc.

H afovikn €6eLée pla palo 6 ek oto ATOP

Ta enineda tn¢ alpha-fetoprotein ntav 2500 ng/mL.

Eywve BloPia tnc padag, o acBevng apvnObnke

TEPOLTEPW BEPATIEVTIKA aywyn Kol KATEANEE UEPLKEC
eBdopadec apyotepa.

Autoia: aokitng pe 2500 mL dtavyouc uypou otnv
TepLTovaikn KowoTnta , Kabwc Kal mapouvaoia
appoTEPOMAEUPOU TTAEUPLTIKOU UYPOU - Kipooi
0Lo00PAYOoU - KIPPWTLKO NTIOP LE TTAPOUCLA EVOC
LEYAAOU KoL TIOAAQTIAWY ULKPOTEP WYV OYKWV.

Hepatocellular
carcinoma arising

In an irregular cirrh
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hepatic arigr;

portal vein

' bile duct 4
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collagen.
HIGHEST \ |
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injury
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AiTia Kippwong
CHRONIC VIRAL HEPATITIS

X HEPATITIS or‘umf LASTS > 6 MONTHS

ALCOHOLIC LIVER NAFLD
DISEASE O™
* EXCESS ALCOHOL * METABOLIC SYNDROME
CONSUMPTION ~ HYPERTENSION
~ HYPERGLYCEMIA
& Jl 1 ~ INSULIN RESISTANCE
b XY Xy ~ DYSLIPIDEMIA

L/



ALCOHOL METABOLISM
aldehyde O 0

alcohol

dehydrogenase dehgdrogenase

NAD

free oxygen
species

BETA $
‘ OXIDATION

LIPIDS ACCUMULATE in
HEPATOCYTES
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Upw aTtd TNV KEVTPIK

AAKOOAIKA ntaTiTiod
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, , , Aitia: Nayxvoapkia, cakxapwdng dtafAtng, HetaBoAiko
H'rrap, HN dAKOOAI KN GTedTonﬂGT'T|5G oUv8popo, oxéon pe nriatitida B (%4 otic HMA)

“Multiple hits”
“First hit” (inflammation, oxidative stress,
(insulin apoptosis, regeneration, fibrogenesis,
resistence) genetic suceptibility, etc.)

£ \f"}/ v ’;
:\'ﬁ')/‘\?&\ k")‘té lt..

HCC
liver macrovesicular
steatosis

MNapopoleg LopPOoAOYIKEG AAAOLWOELG HE EKEIVEC TNC
AKOOALKNC NTaTtomAateLog



T DIAGNOSIS
RS * GOLD STANDARD is LIVER BIOPSY

* INDICATORS of LIVER CELL DAMAGE
11 AST & 11 ALT

“ALT >AST
ALCOHOLIC LIVER DISEASE
. ~ " _HIGHEST
; VEw”
AST:ALT 2:1
g MALLORY BODY
\ damaged intermediate filaments
""“""fg" that accumulate inside hepatocytes

i~

L»‘x.\

F CMNC
L ).‘*D,v (
/tx.tg ,.'LJ et U et »



EnimAokéc Kippwong
(ruAaia urépTaon, NmATIKA AvemdpPKEld, 'OYKOl)

-

oty F(q Effects of liver cell-failure
b, /
! *Coma

Effects of portal hypertension
= Esophageal varices « Fetor hepaticus (breath
smells like a freshly

Hematemesis opened carpse)

* Spider nevi
Gastrop- -
| athy — * Gynecomastia

* Melena <—J \ AT }— » Jaundice
* Splenomegaly t’/’\‘r‘ = * Ascites
* Dilated abdominal veins ' # « Loss of sexual hair
sae)
{

« Tosticular atrophy
* Ascites

e Liver flap (coarse hand
tremor)

nces t

(hemontiolds) « Bleeding tendency

5 ¢ (decreased prothrombin)

* Anemia
-Macrocytic
-lron deficiency (blood
loss)

* Ankle edema




2NUElo TTUAQLOC UTTIEPTOLONG

PORTAL HYPERTENSION

B :
BLOOD BACKS UP SPLEEN —-)SPLENONEGALY

PORTAL HYPERTENSION
'SPONTANEOUS BACTERIAL PERITONITIS

. NO OBVIOJS SOURCE  INFECTION of ASCITIC FLUID
of INFECTION _ COMMONLY GRAM NEGATIVE

abdominal distention

PORTOSYSTEMIC —==) CAPUT MEDUSAE Wil = =4 &
COLLATERAL VEINS /\ (‘W mﬁ
o . il vi'\‘ hisiissnsosd Escherichia coli Klebsiella pneumoniac
_HIGHEST '\ "5?%'537 - or GRAM POSITIVE
Ylﬂ.b;. [l P
ESOPHAGEAL  / ‘. HEMORRHOIDS. \ CELL COUNT > 250 NEUTROPHILS/mm?2
VARICES ¢ NIQ"CST[?"V HIGHEST -
l ) mw,.' o
uoykaral variceal |
. 1in9 TREATMENT
3r4 GENERATION
HIGH MORTALITY RATE — CEPHALOSPORIN
l @ ¢.9. cefotaxime
p hematemesis
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NaBoyévelo Tou aokiTn

« Au€nuévn peTakivnon uypou amoé 1o xwpo Tou Disse
« Aiappoh uypoU améd To didpedo XWpPo ToU ATIATOC
» KaTtakpdrthon vaTpiou kai UdATog ATo TOUG VEPPOUG

e Inuoaoia TN MEPLEKTIKOTNTAC 0 AABOULVN OTO AOKLTLKO LYPO OE OXEON ME TO alpa
(>1,1gr/dl)

PORTAL HYPERTENSION

CENTRAL VEINS & SINUSOIDS
COMPRESSED

!

PRESSURE 11

3 X NI
Sey's ID;

FLUID SQUEEZED OUT

CLASSIC PATIENT 'Mew,
ASC[TES / ABDOMINAL DISTENTION

SHIFTING DULLNESS on
PERCUSSION




2 UUTTTWHOTOL KOWL G MELQ NTIOTLKN G OLVETTOLPKELOLG

FUNCTIONAL LIVER TISSVE ||

HIGHEST

| TYPICAL LAB FINDING is 111 AMMONIA “viets

TREATMENT
LACTULOSE
non-absorbable sugar

RIFAXIMIN or NEOMYCIN
— absorption of NH; in

~Q%

FUNCTIONAL LIVER TISSVE ||

- |_— AMMONIA BUILDS UP
& | I menes
3 . HE PF\TICA
g =Y ENCEPHALOPATHY
"o & &) 8 /

11 NH; PRODUCTION or
REABSORPTION in the GUT

4l NH; REMOVAL
via KIDNEYS

INSOMNIA or
HYPERSOMNIA

HIGHEST
YIELD

MOOD CHANGES

ASTERIXIS

SYMPTOMS

FUNCTIONAL LIVER TISSVE ||
ESTROGEN —><) INACTIVE METABOLITES

z&ﬁ {g | & ﬂ

TEASTIC#'LAR GYNECOMASTIA SPIDER PALMAR

TROPHY in MALES ANGIOMAS ERYTHEMA
JAUNDICE
UNCONJUGATED —C9 CONJUGATED
BILIRUBIN BILIRUBIN ‘af

FUNCTIONAL LIVER TISSVE ||

/x—) ALBUMIN

=5
B AT
'O, ". .
(-0
y 2

HIGHEST
YIELD

L" HYPOALBUMINEMIA —3 PERIPHERAL
EDEMA t

HIGHEST
YIELD

) _P=d CLOTTING

FACTORS
L—) EASY BRUISING & EXCESSIVE BLEEDING



CARC'NOGENESlS oY deVdo?Mel\f u:’a‘gfg
of HEPATOCELLULAR CARCINOMA

\_MOST COMMON PRIMARY MALIGNANT
LIVER TUMOR in ADULTS

\_ associated w/ HIGH LEVELS of ALPHA
FETOPROTEIN

HIGHEST
YIELD
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TTepimmTwon 3

* [uavika 38 eTwWV MPOCEPYETAL OTA EEWTEPLKA
latpeia AOyw otaBepol kvnopou, edw Kot
QPKETO Kapo (rou dev tnv adnve va
KollnBel to Bpadu) Ko KOTWonNG.

e ApvntikA yla Xpnon aAKooA, nratitda,
LETAYYLON AlpMaToC 1] Xpion OUGCLWV.

* H puowkn e€€taon £6eiée pia eEAadpwg
umtépBapn yuvaika pe Spudpadecg otov
KOPHO KoL TOL VW AKPOL.

* JUVUTIAPXE ATILOC LKTEPOC KOl MLKPEG
Kitpwvec BAatidec otic pecoPAedApLec
OXLOMEG KaBwWC Kat peyaAutepa umtodopLa
o510 OTOUG OLYKWVEG.

* AkoAouBoUv ta epyaoTtnpLOKA EVPAHOT



Complete blood count (CBC) Normal

ALT HstL Antimitochondrial antibody Positive, 1:1280 titer

Total bilirubin 2.6 mg/dL

| Eeiesliessabe

e e protein -pegative

Micro: No blood. bacteria. cells. or casts

Ant-HCV Negative




Eywve Broyia nmatoc kat xopnynOnke oral cholestyramine and

ursodeoxycholic acid

Napad tn Bepameia n vooog tng acBevouc e€eAixOnke o€ Kippwon Kol EyLve
LLETOLOOXEVON NTTOTOC.

To METOUOOXEVMEVO ATIOP AELTOUPYNOE KAAQ YLOL OLPKETEC NUEPEC, EVW APYOTEPQ
nopatnenOnke Ama Nratikn SLoykwaon, evatodnoia Kot avénuevn xoAepuBpivn
KOlL TPOLVOOLLLLVALOEC.

Eywve Broyia nmatoc kat pe Baon ta amoteAeopata xopnynodnke
QVOOOKATAOTOATLKN Beparmeia pe kopTl{ovn Kol N a.cBevnc nye KaAa.



BILIARY DISEASES

* PRIMARY SCLEROSING CHOLANGITIS
* PRIMARY BILIARY CHOLANGITIS

SCARRING of BILE DUCTS

¥ SYMPTOMS:

~ JAUNDICE

~ PRUR|TUS

~ DARK URINE

~ CLAY-COLORED STOOL
~ HEPATOSPLENOMEGALY




CONDITIONS
~ AUTOIMMUNE THYROIDITIS
~ RHEUMATOID ARTHRITIS

* PBC —> HYPERCHOLESTEROLEMIA

#

cholesterol deposits




- .';'-' Ry

’f.'.b'

™y

LA AT e
d ’ﬁg KR xoAayyelimida (PBC): Ta nvlaia dtoctipoto
deiyvouv ypovio PAEYLOVADOES OO OO AELPOKVTTOPO, LOKPOPEYOL,
TAOGLOTOKVTTOPM, NOCIVOPIAL, KaOMG Kot Tposfoin twv yolayyeiov (florid
duct lesion)




PRIMARY SCLEROSING CHOLANGITIS

INFLAMMATION, FIBROSIS, ONION-SKIN FIBROSIS
& STRICTURES of
INTRA- & EXTRA-HEPATIC
PARTS of BILIARY TREE

Normal bile
HIGHEST ducts
YIELD
XoAndopa el R
) : * in MIDDLE-AGED MALES + IBD ¥ers” Inflammation o
npwtonaleouq OKANPUVTLKAG seen in MIDDLE-AG + viEw sdscs: I \ o
XoAayyetitidog * LINKED to: ;?sst‘::y
~ CHOLANGIOCARCINOMA ducts

L ~ CANCER of the GALLBLADDER

‘ JUYKEVTPLKN lvwon EPLE Twv XoAndopwv mou potalel pe «dAOLO KpeUUUSLOU» Kal N omola
\ 06nyel og kataotpodn Kot ivwon Twv npooPeBAnUEVWY XoAayyeiwv. MeTafl Twv MEPLOXWV
S & NG lvwong ta xohayyeia eivat dtatetapgva kat pAeypaivovta kat yio auto otnv MRCP

| 3 gudavilouv kopBoAoyloeldr) ewkova. To Nap KATAANYEL KIPPWTLKO.




Awadopéc petaéL PBC kat PSC

Primary Primary DIAGNOSIS
BIlELy SElINIg PRIMARY SCLEROSING CHOLANGITIS

Cirrhosis Cholangitis
VS. e * 11 1sM ANTIBODY LEVELS
(PBC) (PSC) wasesyy " 1119
* T LP-ANCAsJ
Age 40-60 10-30 o ibzen \ Al
Gender Female Male MRCP o
magnetic resonance .
Assoc’d Dx RA, CREST Ulcarstive Cokiti cholangiopancreatography
Scleroderma, Crohn’s Disease == BEADED or eNCST
Sjogren’s "PRUNED TREE" vew

PRIMARY BILIARY CHOLANGITIS

08 of
ver . /ﬁé L E * 1 ANTIMITOCHONDRIAL ANTIBODY __/

* NORMAL MRCP Py




SCAR TISSUE

CAUSES

* CHRONIC HEPATITIS B or C
INFECTION

* ALCOHOLIC LIVER DISEASE

* NON ALCOHOLIC LIVER
DISEASE

¥ GENETIC DISORDERS
~ hemochromatosis
~ Wilson disease
~ &l antitrypsin deficiency

* AUTOIMMUNE HEPATITIS
* BILIARY DISORDERS

~ primary sclerosing cholangitis
~ primary biliary cholangitis

CIRRHOSIS

COMPLICATIONS

PORTAL HYPERTENSION
* ASCITES
* SPLENOMEGALY
* PORTOSYSTEMIC COLLATERALS
* HEPATORENAL or HEPATOPULMONARY
SYNDROME

|| LIVER FUNCTION
* HEPATIC ENCEPHALOPATHY * EDEMA

* 11 ESTROGEN * EASY BRUISING

* JAUNDICE
DIAGNOSIS TREATMENT
* BIOPSY * treat CAUSE

¥ LAB % IMAGING TESTS * LIVER TRANSPLANT
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