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Etiology




il e "

10N CAUSES

-
-

R —

i
gL
-
— -

"V"i'_asis (fibrosis not true LC)

T
._
s
l-'—_
"rl—

; C DMMOoN causes

E - "

—-—' —

= .._d-_ -
e g _
:EH-" i

: J,ary cirrhosis: - primary - secondary
= Autoimmune hepatitis

® Hereditary: - Haemochromatosis - Wilson's
disease - Alpha 1 antitrypsin deficiency
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Icg)hollc fatty liver disease
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lycogen storage disease
= * Ver no-occlusive disease
= Hepatlc venous congestion
'_0 Budd-Chiari syndrome

e [diopathic (cryptogenic)
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mation, necrosis and, eventually,
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= br05|s IS initiated by activation of the
- stellate cells.



space of Disse. the normal mat IX |

d by collagen. Subendothelial fibrosis
"'-' oss of the endothelial fenestrations,
|mpa|rs liver function.
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ere IS accumulating evidence that liver
br05|s IS reversible.
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_ Liver injury with
Mormal lver formation of fibrosis

ﬁLEﬁE of micronilli
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Activated

Kupffer cell
Kupffercell  Stellate cefl

® Pathogenesis of fibrosis




Pathological Types
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iused by alcoholic or biliary cirrhosis.

,,.; aular clrrhosis: The nodules are of
— varia able size and normal acini may be seen within
'*—: Iérger nodules. This type is often seen

== feﬂewmg previous hepatitis.

A mixed picture: with small and large nodules is
sometimes seen.




Micronodular cirrhosis




Micronodular cirrhosis:

(METRIC 1)
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Macronodular Cirrh




Symptoms and Signs




ﬂenlargement
| lnetlc circulation
~4ﬂ16feased susceptibility to infection
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.|omata
ythema

~ = Du upuytren’s contractures
—i‘?—Xanthomas

- o Alternation of body hair distribution
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ydominal manifestations

omegaly then shrinkage later
‘ -'égaly

romil ent abdominal veins
l_gs- ulcer disease

€hron|c pancreatitis

® Steatorrhea
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& | Liver palms )

Compensated
Aanthelasmas

Parotid enlargement —W

e

Gynaecomastia —
Liver (small or large) —\

Spider naevi

Splenomegaly

Clubbing
Duputren’s -
contracture
Xanthomas

Scratch marks
Testicular atrophy —

General

Jaundice
Fever

Loss of body hair
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Purpura /
Pigmented ulcers —

—

Decompensated
- Neurological, L.e.
Disorientation
Drowsy — coma
Hepatic flap
Fetor hepaticus

‘Loss of proximal
muscle bulk

Ascites

- Dilated veins on
abdomen

- Oedema

Physical
signs 1n liver
cirrhosis.
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jestigations for

function. Serum albumin and prothrombin
re the best indicators of liver function.
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r |ochem|stry In most cases there is a slight
.av atlen in the serum ALP and serum
e ‘motransferases

"
-—l-." F
= =

J‘S“erum electrolytes. A low sodium indicates severe
— liver disease.
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au jtoantibodies
ces and ferritin

- G ---ué , - ceruloplasmin

hal antltrypsm

== (Serum copper and alphal antitrypsin should always be
: measured in young cirrhotics)



© Liver biopsy.
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Management is that of complications.

Patients should have 6-monthly
ultrasound and serum AFP to detect the
development of a hepatocellular
carcinoma as early as possible.

There is no treatment that will arrest or
reverse the cirrhotic changes although
progression may be halted by correcting
the underlying cause.



» Patients with compensated cirrhosis
should lead a normal life.

» The only dietary restriction is to reduce
salt intake.

» Aspirin and NSAIDs should be avoided.

» Alcohol should be avoided.



LIVER TRANSPLANTATION

» This is an established treatment for a
number of liver diseases.

» Shortage of donors is a major problem
in all developed countries.



P
S
(&)
2
B,
IS
S
&
S
QO



Child's-Pugh classification

e Ascites None Mild Moderate/severe
 Encephalopathy None Mild Marked

* Bilirubin <2 mg/dL 2-3 >3
 Albumin > 3.5 (g/dL) 3.5-2.8 <2.8
 Prothrombin time < 4 seconds 4-6 > 6
Child's A (<7) 82 45 25
Child's B (7-9) 62 20 7
Child's C (10+) 42 20 0



COMPLICATIONS AND EFFECTS
OF CIRRHOS/IS




» Portal hypertension and gastrointestinal
haemorrhage

» Ascites

» Portosystemic encephalopathy

» Renal failure (hepatorenal syndrome)
» Hepatopulmonary syndrome

» Hepatocellular carcinoma

» Bacteraemias, infections

» Malnutrition



Ascites 1n Cirrhosis




Hepatocellular Carcinoma
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