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Mystery of 
Jaundice

Dr.M.N. Shami
Consultant Internist/Gastroenterologist

KFH at Albaha
10/ 03/ 09

HISTORY
29 Ys old ƳŀƭŜ {ŀǳŘƛ ǇǘΩ ǇǊŜǎŜƴǘŜŘ ǿƛǘƘ 2 wk complaint of :

ÅYellowish discoloration of eyes 

ÅPale stool & dark urine.

ÅSevere generalized itching.

ÅNon specific abdominal pain mainly in the RUQ

No Hxof fever, weight or appetite loss, 

No Hxsuggestive of IBD.

IƛǎǘƻǊȅ ΧΧŎƻƴǘƛƴǳŜŘ
ÅPast Hx

Unremarkable

ÅDrug Hx

No drugs or herbal medicine taken

ÅFamily Hx:

No history of Jaundice or liver disease in the family.

ÅSocial history:

Unemployed, Unmarried, lives with parents, no Alcohol 
abuse or smoking

ON EXAMINATION
Good general condition

Deeply jaundiced.  

Excoriation marks all over the body. 

Afebrile, vitals Normal

No signs of CLD, No lymphadenopathy

Abd: Unremarkable,notenderness ,ascitesor organomegaly

Investigations
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CBC Normal

Coag. Normal

Chemistry
Bilirubin (T/D) :365/327
AST: 68, ALT :78, Albumin:36  
Alk. Phos. :165, GGT: 34

Urine analysis Bilirubin +++, Urobilinogen++, otherwise normal

Serology
HAV IgM,  HBsAg, HCV Ab : Non-reactive. 
IgG: N.A

Autoimmune screen ANA,  AMA :-ve ASMA: N.A    

USG Abdomen contracted G.B  ,no stones.         CBD 2.8 mm. 

MRCP Normal biliarysystem

History was reviewed,andsexual history revealed 
high risk sexual behaiviorin the past ( 5 ȅǊǎύΧΦ 

Multiple unprotected hetero sexual intercourses

HIV test requested
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HIV test : 
ςve

What is the diagnosis...????

Liver biopsy was requested 

Patient refused

CHOLESTATIC  JAUNDICE  
FOR INVESTIGATION 

DIAGNOSIS

Transferred to KFSH & RC ,Jeddah

ÅASMA: + ve

ÅRefused liver biopsy.

άUnconjugatedέ BilirubinComplexedwith Albumin

Red blood cells

Liver
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Conjugation with 
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excretion

What type of Jaundice??

ÁOver production of Bilirubin (prehepatic)

ĞFrom hemolysisof RBC

ĞLysisof RBC precursors ςIneffective erythropoesis

ÁImpaired hepatic function (Hepatocelular)

ĞHepatocellulardysfunction in handling bilirubin

Uptake, Conjugationor   Excretion

ÁStasis of bile flow (Post hepatic,Cholestatic)

ĞIntrahepaticcholestasis

ĞExtrahepaticObstruction

Unconjugated Conjugated
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An Approach to Jaundice

ÅIs it isolated elevation of serum bilirubin?

ÅIf so, is theŸunconjugatedor conjugated fraction?

ÅIs it accompanied by other liver test abnormalities ?

ÅIs the disorder hepatocellularor cholestatic? 

ÅIf cholestatic, is it intra- or extrahepatic? 

These can be answered with a thoughtful :

ÅHistory & physical examination

ÅInterpretation of laboratory tests

ÅRadiological tests and procedures.

Liver Function Tests (LFT)
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Liver function test Value

Bilirubin   ( Total /Conjugated ) Dx. Of Jaundice, Severity

Alkaline phosphatase,GGT Dx of Obstruction ,cholestasis

transaminasesAST,ALT Acute or chronic hepatocyte injury

Albumin Assess severity of disease

Prothrombintime (PT)
Assess severity of disease. 

Ÿ prolonged Cholestasis( Vit.Kdef.)

Lab Diagnosis of Jaundice ςD.D
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Features Normal
Prehepatic

(Heamolytic)

Intrahepatic

(Hepatocellular)

Posthepatic

(Cholestatic)

Unconjugated N ŷ N /ŷ Normal

Conjugated N Normal ŷ ŷ

AST or ALT N Normal ŷ ŷ Normal

Alkaline phos.

and GGT
N Normal Normal/ incresed ŷ ŷ

Urine bilirubin Absent Absent Present Increased

Urine 
Urobilinogen

+/- Increased Present Absent

1st Step 
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Estimate Serum Bilirubin

Is it less than 23 µ mol/L ?- Normal

Is it more than 23 µ mol/L ?- Elevated

2nd Step : If SBilirubin23 µ mol/L
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Is it UnconjugatedBilirubin ?

HaemolyticJaundice

Is it Conjugated Bilirubin ? (> 20%)

Hepatocellularjaundice/ 
inherted(DubinJohnson ,Rotor)

Cholestaticjaundice

Inherited(e.g Gilbert)
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3rd step: If conj. Bil is increased

Liver radio imaging (e.g. USG)

CBD/IHR not dilated

Extrahepatic
cholestasis

CBD/IHR dilated

Intrahepatic
cholestasis

ÅHepatitis (viral , Alcoholic ,Autoimmune)
ÅDrugs
ÅPBC ,PSC.
ÅSystemic infection
ÅPostoperative
ÅTPN
ÅHepatic infiltration (e.g. Lymphoma)

ÅCholedocholithiasis
ÅBiliarystrictures

ÅCholangiocarcinoma
ÅPancreatic carcinoma 
ÅPancreatitis

ÅPeriampullaryCa 

What imaging we need ?

ÅUltrasonography: (98% Sp. 90% Sen.)

ïFor GBstones USG better than CT

ïFor CBDstones ςonly 40% sensetive

ÅCT    :may show Cholangiocarcinoma, Ca Pancreas.

ÅPTC : Extra hepatic obstr. ςdrainage

ÅERCP : Distal biliary obstruction Dx.Rx.

ÅMRCP : Most useful for duct stones
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Extra hepatic Choestatic(Obstructive) 
Jaundice

ÅObstruction can be

ïluminal (stone)

ïStricture(benign vsmalig)

ïExtra luminal (e.g. 

pancreatic cancer)

Å Investigate & treat with :

ïRadiology (US, CT, MRCP)

ïERCP / PTC
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.ŀŎƪ ǘƻ ƻǳǊ tǘΩ

ASMA : +ve
¢ƘŜ Ƴƻǎǘ ǇǊƻōŀōƭŜ ҟ ƛǎ 

Autoimmune hepatitis
(AIH)

AIH
Chronic hepatitis of unknown etiology characterized by:

Å Inflammatory changes on liver histology 

ÅPresence of circulating auto antibodies

ÅHyperglobulinemia(IgG) 

-------------------------------------------------
ÅFemales  > males  (70-80%)

ÅBimodal age distribution (10-30  and  40-50 y)
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CLINICAL PRESENTATION

Varies broadly:

ÅLƴŎƛŘŜƴǘŀƭ ҧ [C¢Ωǎ

ÅNon-specific symptoms: malaise, fatigue, lethargy, 
nausea, abdominal pain, anorexia

Å9ȄǘǊŀ ƘŜǇŀǘƛŎ ƳŀƴƛŦŜǎǘŀǘƛƻƴǎ ό ŀǊǘƘǊƛǘƛǎΣΧΧΧΦύ

ÅJaundice

ÅInsidious chronic hepatic failure (cirrhosis)

ÅFulminanthepatic failure

AIH
Diagnosis:

ÅPresence of autoimmune antibodies

ÅLiver biopsy (interface hepatitis)

Åҧ IgG

ÅRule out other causes

----------------------------------------------------

Treatment :

ÅImmunosuppressive and immune modulating drugs.

Classification of AIH

Two major forms have been described, type 1 and type 2. 

ÅType 1, or classic AIH, is characterized by circulating 

ANA and/or ASMAand AAA

ÅType 2 AIH is defined by the presence of antibodies to 
ALKM-1, and/or ALC-1 

ÅThere are overlap syndromes which overlap with PBS or 
PSC

PROGNOSIS

Å20҈     Ҧ    ǎǇƻƴǘŀƴŜƻǳǎ ǊŜǎƻƭǳǘƛƻƴΦ

Å40% Ҧ     ŎƛǊǊƘƻǎƛǎ ǿƛǘƘ ƛǘǎ ŎƻƳǇƭƛŎŀǘƛƻƴǎΦ

ÅPoor prognosis if has presence of ascitesor hepatic 
encephalopathy.

Åpatients who have severe initial disease and survive the 
first 2 years, typically survive long term. 

ÅWithout  treatment, 50҈ ƻŦ ǇǘΩǎ ǿƛǘƘ ǎŜǾŜǊŜ !LI ŘƛŜ ƛƴ 5 Yrs

Is it over 
yet?


