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Auwvotpavodepaoec (TpavoouLVaoeC)

MeyaAUtepn €16KOTNTA yLa ATIOP

Kuplwg oto kuttapomAaoua

NTMOTOKUTTAPWV

EvaioBntot Seiktec | Ahavwvikn (ALT A 'r[upoorachMKr'] Entineda avénong
TOTOKUTTAPLKAC Tpavoapivacn SGPT)
BABNG Xpovoc nuioetag wng 47 wpeg
Ane)\‘cjueepwvovrou ‘Eviupa TTou KataAUouv TN
oto O““fx HeTadopd apwouddwy yLo T AST/ALT n AAR 1 De Ritis ratio
LE To Bavato Twv oUvBeon TUPOCTAPUAIKOU KalL
NMATOKUTTAP WV o&ahofkol o&eog , ,
(Vékpwon f 210 Amap (KuttapomAacua-

, ptoxovépLa), kapdLlako v,
QmonTwon) OKEAETIKO MU, eykédalo, ailpa

Ye ofela putkn BAAPN AST:ALT
uropel 5:1 kot pa xpovia
Stepyaoia mio kovta og 1:1

|

Acomtaptikn) (AST i ofalofelkn
Tpavoapvacn SGOT)

Xpovoc nuioetag wng 17 wpeg




AvwTtepn
PUOLOAOYLKN

TN

* 40 IU/L (KAQLOOLKN TLUN) YUVOLKEC KoL AVOPEC

e 19-25 |U/L (yuvaikec) & 29-33 IU/L (avdpec)



* Ta enineda Twv apwotpavodEPAcwWV 0ToV 0po dev amoteAouV
deiktn BaputnTag TNG UTTOKELHLEVNC LOTOAOYIKAG PAABNG, oUTE TNG
MPOYVWOoNE TNG NMATLKAC VOOOU

* KaBe acupumtwpatikn dtatapaxn TnS NTATIKAG BLoXNUELQC IpEMEL va
Slepeuvartal aAld Kol TLHEG oTa opLa avadopdc dev amokAeiouv
NTATLKA VOOO

e MeydAn avénon >10 popeg tnG avwtepnc puoloAoyikng Tung (ADT
40 U/L)

e Métpla avénon 2-10 dpopéc tng ADT
* 'Hrmua avénon < 2 tnc AOT

* 'Hra avénon apwotpavodepacwyv Sev eival 8K KoL LTOPEL va
opaAorolnBel og emavaAnyn

* H pun aAkooAlkn Amwdng vooog Tou ATIATOC OTTOTEAEL TO CUXVOTEPO '
aitlo AT TPAVOALWVALULOG OTO YEVLKO TANBUGCHO

* Ofeia (HKkpOTEPN ATIO 6 LAVEC) A XPOVLO KATAOTOON; /

e Eilval pepovwpévn n avénon Twv TPOVOAULVAoWY; /
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loxoitpikn : AST kat ALT >50 x A.O.

Otela loyevnc Hratitda n
Toélkn pe iktepo : AST kot ALT >25 x A.O.

AAkooAlkn Atmwdng N.: AST <8 x A.O. ALT <5 x A.O.

Mn AAkooAwkn Attwdng N.: AST kat ALT <4 x A.O.

—

) * TEST
XHB: AloKupOovOoEeLg GOOD NEWS'. oV

YuvnObwe < 2 x A.O.
Ye evepyomnoinon > 10 x A.O.
XHC : turuka < 2 x A.O.
omavia > 10 x A.O.




Table 3: Mean serum levels of AST, ALT, De Ritis ratio in cases and control

Disorder AST (Mean = Std. Dev.) ALT (Meanz Std. Dev.)) De Ritis ratio (Mean = Std. Dev.)
Control 28.0688 + 7.12327 27.3125 + 9.09249 1.0934 + 13508

ALD 158.3000 = 71.28084 78.8500 + 30.71381 2.1253 + 84766

Viral hepatitis 74,6500 + 40.14883 94,4000 + 59.87214 8006 + 14811

NAFLD 105.0500 + 174.87243  96.1500 = 174.55998 1.2204 + 17954
Cholestasis 34.4000 + 12.13992 31.2000 + 13.02817 1.1378 = 18045

P value 0.000 0.011 0.000

Parmar et al. International Journal of Medical Science and Public Health 2016

AST/ALT >1

Alcoholic liver disease

Cirrhosis (of any etiology)

Ischemic hepatitis

Congestive hepatopathy

Acute Budd-Chiari syndrome

Hepatic artery damage/thrombosis/occlusion
TPN




Aeiktec XoAootaonc

>80% nrnap-ootad

Avénuevn ocuvBeon oe
XoAootaon >3-5X

AAkaAikn
opataon

3 Mewwuevn oe

© unodupeosibious,
QVETIAPKELO Zn, Kakonuon
ueyatoBAaotikn avotulio

t¥> = 3-7d

vGT

EvaloBntoc aAa oyt
eldkoc deiktne: ™
VEPPLKN AVETIAPKELQ,
eudppayua puokapdiov,
TOYKPEQTLKN VOO0, 2A,
dbappoka

ErmiBepatwvel tTnv
nratkn P ALP

t)2 = 7-26 days

Mpwipot Boxnuikol SelkTeg, cUXVA OE ACUUMTWUATIKOUC OLOOEVELC



 Acuprtwpatikoi acBeveic pe avénon ALP kaiy/n yGT

* Movo 1 yGT puikpn edkotnta
* OpLa rtou xpnlouv dtayvwotikn dtepevvnon ? >2-3 ULN

* Movo 1 ALP o xoAootaon Kot o€ SLatapoxEC otn oUvOeon XOALKWY OEEWV
* [IPO2OXH O2TA —[MANAKOYNTA2

* OpLa mtou xpnlouv dtayvwotikn dtepevvnon >1.5-2 ULN

 MeyaAn avénon ALP >1,000 IU/L xwplc iktepo: AtpBnon AMAToc



AST- ALT-ALP

Katataén o 3 eupelec KATNYOPLEC

Katnyopia Hriatikinc Nooou

Eéetdoelc Hratokuttapo | XoAdotaon @ Awibnon
AST, ALT unAotepec amo ALP TuTILKO
ALP unAdtepn amo AST, ALT TuTILKO
Av&non ALP pe oxebov , ,
Turmko TuTmko

duaololoyikec AST, ALT




R ratio:
(ALT value/ALT ULN) / (ALP value/ALP ULN)

> 5 = nnatokuttaplkn BAARN
< 2 = yohootatikn BAABN
2-5 = QIKTO nMpoTUuTo

¢ ACG CPC Am J Gastroenterol 2017



XoAepuBpivn

e AUEnon tnc apeonc xoAepuBpivng: pHeyain
£L6LKOTNTA YLOL NTIALTLKI Kol VOoO XOoAndopwv
- teplAapBavet 6-xoAepuBpivn (+aABoupivn)

Sinusoid  Sinuscidal HEPATOCYTE Canalicular

* Atadopég oto iblo atopo 15-30%

« T x1-2 og vnoteia 48 wpwv
« Aoknon T 30 % (&vdpec)
e AluoAuon

e AVTLOUAANTITIKA

* 33% kot 15% YapnAOtTeEpPN O€ YUVOLKEC Kall
avopeg navpng GuAng
* Qwtoevaicdnin 4 50% os 1 wpa

2024 UpToDate, Inc.

Dufour et al.,2000



Classification of jaundice according to type of bile pigment and

mechanism

Unconjugated hyperbilirubinemia

Increased bilirubin production*
Extravascular hemolysis
Extravasation of blood into tissues
Intravascular hemeclysis
Dyserythropoiesis
Wilson disease

Impaired hepatic bilirubin uptake
Heart failure
Partosystemic shunts
Some patients with Gilbert syndrome

Certain drugsY - Rifampin, probenecid,
flavaspadic acid, bunamicdyl

Impaired bilirubin conjugation
Crigler-Najjar syndrome types I and 11
Gilbert syndrome
Neonates
Hyperthyroidism
Ethinyl estradiol

Liver diseases — Chronic hepatitis,
advanced cirrhosis

Conjugated hyperbilirubinemia

Defect of canalicular organic anion
transport

Dubin-Johnson syndrome

Defect of sinusoidal reuptake of
conjugated bilirubin

Rotor syndrome

AIDS: acquired immunodeficiency syndrome.

* Serum bilirubin concentraticn is usually less than 4 mg/dL (68 mmel/L) in the absence of underlying

liver disease.

Conjugated hyperbilirubinemia
(continued)

Extrahepatic cholestasis (biliary
obstruction)

Choledocholithiasis

Intrinsic and extrinsic tumoers (eg,
chelangiccarcinoma, pancreatic cancer)

Primary sclercsing cholangitis
AIDS cholangiopathy

Acute and chronic pancreatitis
Strictures after invasive procedures

Certain parasitic infections (eg, Ascaris
lumbricoides, liver flukes)

Intrahepatic cholestasis
Viral hepatitis
Alcohol-asscciated hepatitis
MNon-alcchol-associated steatohepatitis
Chrenic hepatitis
Primary biliary cholangitis

Drugs and toxins (eg, alkylated steroids,
chlorpromazine, herbal medications [eg,
Jamaican bush tea], arsenic)

Sepsis and hypoperfusion states

Infiltrative diseases (eg, amyloidosis,
lymphoma, sarcoidosis, tuberculosis)

Total parenteral nutrition
Postoperative cholestasis
Following crgan transplantation
Hepatic crisis in sickle cell disease
Pregnancy

End-stage liver disease

9l The hyperbilirubinemia induced by drugs usually resclves within 48 hours after the drug is

discontinued.

Daily bilirubin production
200-200 mg

Enterohepatic
recycling

Systemic
circulation Conjugated ||
bilirubin || Unconjugated
260 mg‘r dﬂ'ﬂ' | bi““ﬁ:bm
| 1 |
Small .II f
intestine \ |
Colon
T
Urinary urobilinogen
0-4 mg/fday

Fecal urobilinogen
125-130 mg/fday

2024 UpToDate, Inc.



[Teplmtwon

Fuvaika 37 eTwv pe eAeVBOepO
LOTOPLKO TTOPOUCLALETAL UE
OKOUPOXPWHO oUPO Kol
CUUTITWHOTO YPLTTtNG amo
eBdopadog (mMupetog,
KedbaAaAyla peELWPEVN OPEEN KoL
ehadpa vautia)

Aev kavel xprion evOodA£LLwY
oUOoLWV, eV EXEL LETAYYLOTEL

Exel mpoodata talldEP el otnv
AdpLkry

KAwikn e€€taon: ©=37,9° C,
e\adpa nnatopeyaiia, eAadppa
LKTEPLKI) XPWOn okAnpou xltwva

Twv 0pOaApwy

Epyaotnplakd: Asuka=10,200/pL,
Hct=38%, PLT=205,000/uL,
AST=950 U/L, ALT=1,080 U/L,
oALkn) xoAgpuBpivn = 4.7 mg/dL
kot INR=1.0




'EAeyxoc via O¢ela loyevr) Hmotda (1)

HAV: IgM avticwpota HEV: IgM avticwpata kot HEV RNA

Clinicalillness

HAV in feces HEY RMA (serumy)

. Lo
ﬁ HEW RNA (stool)
ALT [aurdice
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TiTAog

‘EAeyyoc ya Otela loyev) Hmatlda (2)

HBV

Total anti-HBc

—

—
—

-

- IgM AloAdynon
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// // \\\lgM anti-HBc anti-HBc

HRepa 7 \ anti-HBs
HBsAg / D \\ /‘\ : | | | |
/ / OETIKO Oetik0  ApvnNTLKO O€eTIKO Otela
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OpoAoyikn Atadyvwon Hratitidac B

HBsAg IgM AfloAdynon
anti-HBc

ApvnTiko ApvnTiko ApvnTiko Euma6ng

ApvnTiko O€TIKO O€TIKO MaAald Aoipwén

ApvnTKoO ApvNnTiKO O€TIKO EuBoAlacuog
OeTIKO OeTIKO Apvntiko O€TIKO Otela Aolpwén
OeTIkO O&eTLKO ApvnTiko ApvnTiko Xpovia Aoipwén

HBeAg / Anti-HBe
ApvNnTKO OeTIKO ApvNnTIKO ApPVNTIKO Acadec:
1. Abon duoiknc Aotpwéng (o ouxva)
2. Wevbwce +: Eumadng
3. Kpumttikry HBV Aolpwén
4. \bon oelog Aotlpwénc (mapabupo)



‘EAeyyoc yio HDV

* Eppeon Stayvwon HECW OVILIOWHATWY
IgG kau IgM

* Xpovia nriatitida 6: 1gG kat IgM anti-
HDV

* H aviyveuon tou HDV RNA pue PCR sival
n 1o aélomiotn peBodoc dtayvwong
eldka o apxkn ¢aon tng Aolpwénc




'EAeyxoc yia Oc¢eta loyevn Hmatida (3)

Awdyvwon O&elac Hratitidog C : ZMNANIA ZYMNTQMATIKH
HCV RNA +, Anti-HCV +/- (mponyoupuevo nipocdato anti-HCV -), TALT

HCV Antibodies

Symptoms +/-

HCV RNA

Concentration

ALT

Normal .,
= 1 T T T T 771 T T T
0 2 4 6 1 2 3 4

Months Years

Time After Exposure

https://www.hepatitisc.uw.edu/go/screening-diagnosis/acute-diagnosis/core-concept/all



2—-12 weeks <6 months

Ozaras, Resat & Tahan, Veysel. 2009




Epyaotnplakni Atayvwon HCV Aolpwénc

I HCV ANTIZQOMATA

l APNHTIKO

STOP

CDC

|
I OETIKO

ANOZOKATAZTOAH
EKOEZH

]
E HCV RNA
|

I OETIKO
|_l
l HCV AOIMQ=H

l APNHTIKO

’_I
OXI HCV

EMANEAENXOzZ ZE EKOEZH TOYZ TEAEYTAIOYZ
6 MHNEZ'H MPOZ®ATH HCV AOIMQ=H'H
KAINIKA ZTOIXEIA




AlayvwoTIkOG aAyopiBuog HtrartiTida E

‘EAeyxog yia HEV OAQN vakuoesvwv ue ogia nmrarimda

{

AvogoeTopkeic

|

Anti-HEV-IgM (kat 1gG)
KA HEV RNA

l

OeTIKO

l

\

Avoookareatahyévol

|

HEVRNA £
Opohoyikog éAeyyog

|

O¢TIKO

O¢eia HE

EASL Clinical Practice Guidelines on hepatitis E virus infection. J Hepatol. 2018 Jun;68(6):1256-1271, ECDC Options for national testing

E¢wnmamikég
exdnAwoeig?

l

Aoipwén HE

|

HEV RNA (+) > 3 prjveg

l

Xpovia HE

and surveillance for hepatitis E virus in the EU/EEA 2019

O¢&eia Aoipwén

+ HEVRNA

+ HEV RNA + anti-HEV IgM
» HEV RNA +anti-HEV IgG

+ HEV avtiyovo

Xpovia Aoipwén

« HEV avtiyovo

* Xpovog Anwn¢ deryudrwv: Avodog auIvoTpavaoeepacwy
Kard 1o duvarov ouvroudTepa atnv évapén tng vooou

+ HEV RNA + anti-HEV IgM + anti-HEV IgG
« Anti-HEV IgM + anti-HEV IgG ( >x 5 au¢non tou TiTAou £vTog 2 fSopadwy)

« HEV RNA (t anti-HEV) 2 3 prjveg



AST/ALT (0.5 - 50x UNL)
Bilirubin (0.5 - 50x UNL)
v-obarpiveg (1gG, 1.1 -
5.0x UNL)

ALP k.. N HETPLAL
aUENUEVN

Galaski J et al J Hepatol 2021

The simplified criteria for the diagnosis of AlH
— update of serological criteria

Variable Cutoff Points
ANA or SMA/F-actin Positive' 1
ANA or SMA/F-actin Strongly positive?

or LKM 21:40 2
or SLA Positive

IgG >Upper normal limit 1

>1.1 times upper normal limit 2

Liver histology (with Compatible with AlH 1
evidence of hepatitis) Typical AlH 2
Absence of viral Yes 2

hepatitis
26: probable AlH
27: definite AlH

'IFT: 21:40 when assessed on tissue sections; 21:80 or 1:160 for ANA when assessed
on HEp-2 cells, depending on local standards. ELISA with cut-offs validated locally;
’IFT: 21:80 when assessed on tissue sections; 21:160 or 1:320 for ANA when assessed
on HEp-2 cells. ELISA with cut-offs validated locally;

Note: If ELISA-based autoantibody assessment is negative despite of a high clinical
suspicion for autoimmune hepatitis, IFT should be performed



Avénon aAk.$./yGT
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KAwvika otouyeia
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AuTtoavtlowpata

AMA LKM ANCA
M2 M4 M8 M9
PBC ++ + + -

(+) (+) ++ +

CAH - - - - +++ ++ ++ ++
PSC = - - (+) = o - ++
AAkooAkn) CAH - - - (+) (+) i
DappaKeUTIKA - - - - + - + -

CAH



Avtoavooa Noonuota




e Autodvoon nnatitida
e AvTutupnvika aviiowpota /ANA
e ‘Evavtl Aslwv pUkwyv tvwv / SMA

* MpwTtomadng xoAwkn xoAayyetitida
* Avtiutoyovéplaka aviowpota / AMA

AuTooVTIOWLOTA

4
KQOLL Xp OVLE q * Havénon tngy odatpivng cuxva odnyel otnv avixveuon xaunAou titAou
OUTOOVTIOWHATWY AVEU KALWVIKAC onuaciog

Hratomabelec

e JTtnv xpovia nratitida C aviyveuovTol CUXVA QLUTOOVTLOWOTO KOl
kpuoodalpiveg (40-60 % ) (cUVOpopO UIKTAC KpuoodalpLvaLuiog)




Kpuoodalplvec

- Avoooodarpivec tov kablavouv og xapunA£cg Oeppokpaoieg 4 °C-
Torovu |, 11, I

ZUvépopo HKTAC Kpuoodatpvoarpiag (11-111)

. - Xpovia nratitida C (80 — 90 %)
. - ZJUvépopo Sjogren
. - 2EN

- PA

- Nopwéelg (evéokapsditida/HIV)

- AepdounepnAaoTtikd voorpota




A @ Peupatoelbrig mapdyovrag

1y

PeupaTtikég TTaONOEIG %
Peupatosidng apOpitida 50 -90
2EA 15-35
2Uuvdpopo Sjogren 20-30
2KAnpodepuia 20-30
NMoAuvpuocoitida/AsppaTopuociTidoa 2 -10

Yy aroua (> 60) 5-25

MNolpwieig
EvookapdiTida 25 -50
HmrartiTida C 40
loyeveig Ao1pwéeig (Trapodika +) 15 - 65

AAAegg TTOBnOEIG 3-70



e Eéetaoelc pe peBodouc Moplaknc BloAoylog

* Avixveuon yevetikoU uhikoU (DNA/RNA)
M Op LA Kéq « EvaioBntn Kat mocoTik:

'EAEyYOC

* MeAétn aAAnAou)lwv VOUKAEOTLIOLWVY
* lovoturol
* MNoAvpopdlopol




Edappoyec ota Noonpata tou ‘Hratoc

» [evetka voonuata

 loyeveic Hnatitideg

* |06 doptio
* |k avtoxn
« lovoturol



Xpovia Hmrartitida B — HBV DNA
HBeAg (+) HBeAg (-)

< > —

Xpovia Aoipwén = Xpoévia HrariTida Xpovia Aoipwén Xpoévia Hiraritida

(AvoooAoyikn (AvoooAoyikn (Avevepyog @opia) E (Avatrapaywyikn
avoxn ) kaBapon) . paon)

< - :
Z . .
) : -
> - .
0 .
T . .
;] =

EAGxIOTN QAgypovh E Evepyog . . Evepydg
Kal iviwon . PAEYHOVA Avevepyog - PAEYHOVA



ENAP=-RH OEPAIEIA2

Odnyies HBV DNA, Liver  HBV DNA, Liver

IU/mL AT Disease IU/mL AT Disease

N/A

N/A

N/A N/A Kippwon N/A N/A | Kippwon
MetpLa MéTpia

> 2000 > ULN* [pAeypovn | > 2000 > ULN* | @Aeyuovn)

lvwon* n ivwon*

> 20,000 | >2 x ULN N/A >20,000 | >2 x ULN N/A
N/A N/A Kippwaon N/A N/A Kippwaon

*In pts with HBV DNA > 2000 1U/mL, treatment indicated if ALT > ULN and/or at least moderate fibrosis. E]
1. Terrault NA, et al. Hepatology. 2016;63:261-283. 2. EASL. J Hepatol. 2017;67:370-398. clinicaloptions.com



http://www.clinicaloptions.com/

J, HBV DNA o€ pn aviyvevoua enimeda

loAoyLKNi ne PCR

OItOKPLON kot apvntiko HBeAg o€ acOeveic mou
ATov apxlka Oetikol

Blo?( IR J ALT ota pucLoloyika opLa

QTLOKPLON)

MARPNG BloxnMLKN Kot LOAOYLKN QTTOKPLON CUV

OLTtOKPLON

anwAelo touv HBsAg




HCV RNA — n aviyvevorn tou erueBalwvel T
AoLpwen

IRES

Structural Nun-strluctural
I ]

$§ 43 W g 1 [
E2 NS2 NS3 NS5A NSS5B B[\/@

! R

5 UTR

Capsid Envelopa  Viroporin FProtease, N33 protease |Regulates replication  RMA-dependant
glycoproteins and helicase co-factor and RMA-polymerase
assembly factor and virus assembly

assembly factor

¥ ¥
Autoprotease Membranous web and

and replication complex
assembly factor formation
l‘ Signal peptidases g‘ NS2/3 @ NS3/4A

cleavage sites cleavage sites cleavage sites
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TaBLE 1: Inherited liver diseases that predispose to early cirrhosis.

Disease Incidence Gene

Disorders of bile acid synthesis

Wilson disease 1:30,000 ATP7B

Progressive familial intrahepatic cholestasis type 3 1:100,000 ABCB4
Disorders of carbohydrate metabolism

Hereditary fructose intolerance 1:20,000 ALDOB

Glycogen storage disease type IV 1:600,000 GBEI
Disorders of amino acids metabolism

Tyrosinemia type I 1:100,000 FAH

Urea cycle disorders
Argininosuccinate lyase deficiency 1:70,000 ASL
CTLN21:100,000

Citrin deficiency (CTLN2, NICCD) NICCD 1:19,000 SLC25A13
Disorders of lipid metabolism
Cholesteryl ester storage disease 1: 40,000 (Germany) LIPA
1:300,000-1: 500,000
Other diseases
Alpha-1 antitrypsin deficiency 1:2,000-1:5,000 SERPINAI
Cystic fibrosis 1:2,500 CFIR
Hereditary hemochromatosis 1:250 HFE
Alstrém syndrome 1:1.000.000 ALMSI

Congenital hepatic fibrosis 1:20,000 Unknown
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