
U
T

H
S

C
S

A
 

P
e
d

ia
tr

ic
 R

e
s
id

e
n

t 
C

u
rr

ic
u

lu
m

 f
o

r 
th

e
 P

IC
U

 

Fulminant Hepatic Failure & 

Liver Transplantation 
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Fulminant Hepatic Failure 

Definition  - Altered mental status with 

coagulopathy in setting of acute liver 

disease.  Hepatic encephalopathy 

occurring within 8 weeks of onset of 

illness defines FHF.  
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Etiology 

ÅViral hepatitis  

ðHepatitis A - 
rarely  

ðHepatitis B - appx 
1% of hep B  

ðHep C -- probably 
not, but ??  

ðHep D -- delta 
agent coinfects 
with Hep B  

ðHep E  

ðCMV, HSV  
 

 

 

 

ÅToxins  

ðCarbon 
tetrachloride  

ðPhosphorus  

ðAmanita 
phalloides  
(antidote 
penicillin and 
silybin)  

ðIndustrial 
cleaning solvents  
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Etiology 

ÅDrugs  

ðAcetaminophen  

ðAcetaminophen 
in Tx doses with 
alcohol  

ðIdiosyncratic 
reaction -- 
halothane, 
sulfonamides, 
phenytoin, and 
others.  

 

· Vascular  

ñ Heart failure -- 
centrolobular 
necrosis  

ñ Sinusoidal 
obstruction 
secondary to 
metastatic dz  

ñ Budd Chiari  

ñ Veno -occlusive 
disease  

 

 



U
T

H
S

C
S

A
 

P
e
d

ia
tr

ic
 R

e
s
id

e
n

t 
C

u
rr

ic
u

lu
m

 f
o

r 
th

e
 P

IC
U

 
Pathology 

ÅViral, toxic  -- hepatocellular necrosis, 
diffuse, extensive, resulting in caseating 
necrosis.  

 

ÅCardiac  -- similar, with particularly 
severe centrolobular necrosis from higher 
intravascular pressure and watershed 
effect.  Blood flows from portal triad 
(hepatic artery and portal vein) to central 
veins to hepatic vein.  With poor cardiac 
output, splanchnic flow markedly 
decreased, resulting in markedly 
decreased portal flow, which is a large 
proportion of flow to liver.  
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Pathology 

ÅFatty liver of pregnancy and Reyeõs show 

microvesicular collections of fat in 

hepatocytes and much less necrosis.  
 

ÅSpecial stains -- iron in hemochromatosis, 

copper in Wilsonõs, etc. 
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Clinical Presentation 

ÅTypically -- nonspecific symptoms, nausea, 

malaise, jaundice, altered mental status, 

coma -- all over a few days.  

 

ÅThe altered mental status occasionally 

precedes clinical jaundice.  

 

ÅMental status changes often start with 

agitation, delusions, irritability before 

progressing to lethargy, stupor, and coma.  
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Clinical Presentation 

ÅLaboratory -- 

ÅTransaminases usually high (>1000)  

ÅBilirubin -- usually mixed 

hyperbilirubinemia  

ÅAmmonia -- usually elevated  

ÅCoagulopathy with prolonged PT, PTT, 

decreased factors  

ÅLow level DIC  

ÅLow level fibrinolysis  

ÅRespiratory alkalosis  

ÅMetabolic acidosis, increased lactate  
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Hepatic Encephalopathy 

Etiology 

Etiology uncertain.  

Suggested mechanisms:  

 

Depressed neural energy metabolism -- 

but autopsied animals show no 

changes of ischemia  
 

Decreased hepatic clearance of neuro 

toxic substances  


