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Jaundice hypeabilirubinemia
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Unconjugated Hypeabiliaubinemia Conjugated Hypeabilirubinem

Hemolytic Anemia Biliarytract disease

Geigler Najjar syndrome
TYPE

Type I Primary
Biliary

Primary
Gilbert Syndrome

Cirrhosis
Sclerosing

colongitis

obstruction Star

stricture

Dubin Johnson Syndrome
Rotor Syndrome

Hereditary Hypeabiliaubinemias

Caciglar Najjar gilbert
Types

GeiglarNajar
Type 2 Syndrome

autosomalrecessive autosomal dominant reayverymild defect
completedeficiencyofUDP partial deficiency ofUDP in UGTA1

glucoronyl transferase A1 glucoronyl transferase As

totally fatal Varas



DubinJohnsonSyndrome Rotor Syndrome

defect in canalicularMRP 2 multidrug defect in ATPtransport proteins
resistance protein non pigmented liver

accumulation

of epinephrine

pigmented
liver



Cirrhosis end stageliverdisease
characteristics

ya

disruption ofthe entire lobulararchitecture

regenerating parenchymal nodules

Micronodulas Cirrhosis nodules423mm

MacronodularCirrhosis nodules 3mm
0

Pathogenesis
O
goin a normallives type I III

collagen is present in pearpostal
centrilobular area

type 4 collagen is present in space of Disse
in cirrhosis type 1 3 collagen are present in spaceofDisse

t
loss of fenestration of sinusoids Capitalization of

sinusoids

Ito cells are activated into stellate cells which produce

type 1 3 collagen in the space ofDisse



Micronodular Cirrhosis 3mm Machonodulas Cirrhosis 3mm

earlyalcoholic liver disease Latestagesofalcoholic liver disease
Haemachsomatosis Wilson's disease

Primary biliary cirrhosis as antitrypsin deficiency
Indian childhood cirrhosis Drug induced hepatitis

Viral hepatitis

Clinical Presentation Haematologic abnormalities

h o jaundice thrombocytopenia

testicular atrophy anemia

gynecomastia lenkopenia

palmar erythema coagulation disorders

spider angioma splenomegaly

purpura
petechia

caput medusae

amenorrhea impotence

metabolic Abnormalities

hypokalemia fluid retention
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hyponatremia peripheraledema

Ascites



GI abnormalities Neurological
anorexia hepatic encephalopathy

dyspepsia peripheral neuropathy

nausea vomiting Asterixis

change in bowel habits

dull abdominalpain
Esophageal gastric varices

gastritis
Haematemesis

Hemorrhoidalvarices

Fetor hepaticas

stain Masson Trichome

collagen fibres appear blue



Alcoholic Liver Disease ALD ASH

only 15 of people who consume alcohol will develop ALD
intake of 60 80 me day for 10 years ALD
common cause of cirrhosis in westerncountries

Ghost lives soft yellow greasy due to excess fat

Microscopy steatosis
Hepatitis
Cirrhosis

Steatosis fatty change stains oil Red O
earliest change in ALD Sudan Black B
reversible stage
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Micaoresiculas steatosis Macaovesiculas steatosis

large lipiddroplets which pushsmall lifts
in hepatocytes

the nucleus to the periphery
nucleusremains in the

center

early ALD Late ALD

Fatly livesof pregnancy Haemachsomatosis

Reye's syndrome obesity
chronic viral hepatitis Pem

Chronic Hepatitis B
Non alcoholic steato Hepatitis
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