
* Alcoholic liver disease - Leaz

& Early on, MMNADH'GdNAD" will lead to

fatty change (steatosis)
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Mphology :



② Acetaldelyde forms adducts which attract immune sys
⑤Immune sys sees these

Acetaldehyde adducts as
foreigns attacks

its ↓ ②
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⑤ ①

②

②
damages

All these
Lead to :
-
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(Mallory bodiesbest see
in hepatitis

, i rarely in cirrhosis)





*hosis-Lec3

=> when liver is continuously
exposed to damaging forces :



Normal liver : Collagen I ,I(Reticular) , V, XI
->Iin : 1) Capsule 2) Portal area

3)
in space ofCentral vein
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4) Peri-Sinusoidal (v
. delicate

Col IV]

↓ ROS② loss of hepatocyte
change ② TNF, IL-1 , Lymphotoxinsmicrovilli = dev ③ GF
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* blood ssesbacks up

into portal V (Hep A- Port V
anastomosis) =↑↑ Portal PDirect
aras

H
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↑ sinusoidal BPwithinfibroussepte

=↑ Portal pressure
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fluids start

squeezingout Blood backs up
↓

esphenomegaly]lymph drains then
1800 - 1800mL/day -> 201-day)
Ascitis



&tellte sells
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Portal V-hepatic
vein stuf

·↑ risk of hypersplenism
Pancytopenin

② ↓
hypoalbuminemi

↑ - serous Fluidhyperalelosteronemic - Nat
,
Kt
, glus sameas blood

⑤ =>↑NatHz0 ret - Neutrophils usually present
=> osmotic P -> proteins (up to 3gmL-]

-> Careful if RBCs present
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(All symptomsdiscussed



Cirrhosis in a not shell



* Autoimmune Hepatitis

main cause of death
Spectrum of disease : &

5%



-> Histologically similar to

chronic viral hapatitis

SANA)

I
Serum 1g > 2. 5 gd)

-

↑ALKM
,
↑SLA/LP,MASMA in88 %o

[Not ally

↳anti-activ
Y troponin
↳ tropomyosin

↳ RA

- thyroiditis
↳ Sjogren syndrome
- uS

Anti-SLA/LP

anti soluble Liver/-· pancreas antige

↳ Anti-cytP450
↳ Anti-UDD glucoronysh transferase



* Non Alcoholic fatty liver disease
↳Notreledtoalluses

-

& Insulin R -> fat deposits -> steatosis
*

③ liver fat pathways still respond
to insulin: well fee

⑥

G ⑤



② Fat vulnerable to damage -> Steatohepatitis

ba
(ROS]

8

chain on that will damage
Lots of f . a

.,
membranes

It6

4 proteins

-TNf

-demokines



- Prolonged Steatohepatis-Fibrosis-> Cirrhosis



in RWQ

ALTAST AST ALT



&NAFLT in a nutshell !

duronic

dx : Liver biopsy



* Hemochromatosis

Tot bodyfe = 2-6gm
0 .

5
gm in liver

↳ So gm fe

13 in liver



Fe is great
ab producing
free radides!

->
Stimulates Col synthesis

-> lipid peroxidation
-DNA

(200 X risk of cancer)

M = f = 5- 7 : 1

-> No inflammation/ neutrophils

damage is due to ROS



what causes Fe absolution ??

&

autosomal recessive
=

cys Tyr
histid Asp

- 18%

Portim
& -(80%)

&Ferro
· 10 % have other mutations

& Produces Hepcidin
transport ↓
Felt Ferro
Tinto blood Bootiv ⑥ Ferroportin

= ↓ Fe absorption
&

&
enterocytes normally regulate fe passage
into blood (only released when needed

: mutations will disrupt this reg
↓

↑& to going
into blood

i . e. Hemosiderosis*

&
e.g .

Thalesemic patients

2) Chronic liver disease

River cand produce Hepcidin : Nothing to inhibit
Ferroportion = ↑fe transported into blood

3) Bantu sidrosis life intake fo-diet]



micronocular due to librosis
(200X]

Pigmentation · (Polyarthritis
- pseudogout]Dis · synovitis

ba transferrin sites

already occupied

>

To diff

Lipofuscin
from Fe



* Wilson's disease

-

Im

↑De
Aut recessive &

①Normal Ce intake

⑤

⑤

& All what's needed
in disease

-



transported 7B
Eu

Albumin -> Encodes at AtPass iom

transporter in Golg:

on Chrom 13 -And



#

⑤ In excess
will cause ⑤all pack OOxidative
&

into

damage apocendoplas.

⑤eventually
O

E

leak out

ina * cast excelsS in Gile

- In also binds SH groups o

hepatocyte proteire
i displaces other metals in

hepatic metalloenzymes



The 2nd a common sits of

s In ascumulation

(parkinson-like syndrome)
-> Putame

atrophy savitation
· Franch psychosis
· Behavioral changes

joints
&

BoneS
S

↑T glandskidneys
Helpful
in

diagnoses
green-brown
deposits

- Hepotilenticular deen-



(> 6 y. 0. )

· Acule on Chronic hepatitis



*&-1 Antitrypsin deficiency

only 10% develop her
symptoms
it depends on ER Iprotein deg . pathways
(damage due to autophagocytosis
of ut]



(PAS +ve]



* Reye's syndrome

① me damaged

① hepatitis ! liver
③ hepatocytes die damage

② caut
produce &

= fat assumulates- liver -> MicrovesicularATP
steatosis

1 . Lethargy

↳vomitingY Bran
a



-10 Schnosing cholangitis



Autoimmune but why ?!

(unknown) Anti necchophilia

cytoplasmic a.b:

>
Prolonged Fibrosis

will eventually
involve the
whole liner

↓
Cirrhosis



* 1: sclerosing cholangitis





* Biliary cholangitis& cirrhosis

①

③
②

=



Anti mitochondrial
↑
pyruvate iH

Attacking
bil duck
alls my





Due to obstructing
thingsike



->
BENIGN LIVER TUMORS

1) Governous hemangioma

Subcapsular

&

(
- filled with

blood

No complications

No risk of malignancy



2) Hepatic adenoma

I
Suggest relation
betwee estrogen
& adoms

In young
F

due to OS

could rupture during preg.
- Severe intraperitoneal hemorrhage

Rarely HCC present



3)Focal Nodual hyperplasia
"Regenerative"

Central scar tissue

&
* In non-cori rrhotic liver Always see in histology so

- No risk of malignancy seems that it's a vascular injury
initiating it

· 20 % have cavernous -> with radiating smaller B.V.

hemangiona
2 Rep age f



* Malignant liver tumors (10 : Ha
,
i 2%

↑ risk

-
o

↑ Basically
i contcycle
&

Tyrosinemia



The↑ common cause:



Also Aflatoxins produced by Aspergillus

This is called :

&
①Turnot an spread
to 2

②





micronocular cirrhosis :

is ALD (Macrovesicular steatosis)
2) Herochromatosis

Mallory Hyalius bodies :
1) ALD

2) & 1 Antitrypsin defeciency
To visualize Cu in liver biopsy :

Rhodamine stain

Orcein stain

Hemodromatosis Wilson's & 1 AT D

drom
. 6 13 14

Mutation #FE : <2824 or HESD ATPIB Pizz > PMz
Call ARY

Age M : L 50 ,
F : 10- 20 y . post >6

. y. 0 · (young) Adolscence

menopause & neonates

Special DM 180%) , bronze Skin180% Keyser-Hescher rings , PAS the

synovitis , pseudogout/polyarthritis hemolytic anemia , diastase R

No inflammation (ROS) Kidney damage , Mallory bodie
Franck Psychosis i HCG in 2:3%

behavioral changes Neonatal jaundice

Autoimmune hepatitis ASMA ,
ALM

, ASL/LP

↳ Schrosingchalangitis ANCA
, AMA


