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Introduction   

Acute liver failure (ALF)  

ü A rare condition of  

ü Rapid deterioration of liver function 

ü with altered mentation and coagulopathy  

ü In the absence of underlying liver cirrhosis 

 



Epidemiology-ALF  

U.S. estimates approximately 2,000/year. 

Often affects young persons and  

Carries a high morbidity and mortality. 



Mortality  

Prior to transplantation,  

Ɓmost series suggested less than15% survival. 

 

Currently,  

Ɓoverall short-term survival with 

transplantation is greater than 65%. 

 



Definition of ALF  

 

The most widely accepted definition- 

 

1. Evidence of coagulation abnormality, 

 (an INR Ó1.5),  

2. And any degree of mental alteration  

(encephalopathy)  

3. Without preexisting cirrhosis 

4. With an illness of < 26 weeks duration.  



Sub-classification   

ÁHyperacute (1-7 days) 

ÁAcute(8-28 days) 

ÁSubacute (29 days to 6 months) 

 



Etiology of AHF  
A. Infection 

           Hepatitis A, B, D,E 

           Herpes simplex 

           EBV 

           CMV 

B. Toxin 

          Acetaminophen(60% cause of ALF in USA) 

          Amanita phalloid 

C. Autoimmune (6%) 

 

D. Metabolic 

            Wilson disease 
 



Etiology of AHF  

E. Pregnancy related 

         Acute fatty liver of pregnancy 

         HELLP syndrome 

F. Vascular 

        Ischemic hepatitis (4%) 

        Budd-Chiari syndrome (9%) 

G.Indeterminate (~25%) 

H. Ca liver 

 



Pathogenesis 

üSevere decompensation of hepatocyte 

üAssault is of variable aetiology 

üLiver fails to meet metabolic demand of 

body 

 



Pathogenesis Hepatic Encephalopathy  

Cerebral edema is unique feature 

Ammonia is main toxic compound 

 

       level < 75 u seldom cause HE 

               > 200 u cause cerebral herniation 

 

  



Diagnosis  

·All patients with clinical or laboratory 

evidence of moderate to severe acute 

hepatitis should have immediate 

measurement of  

üProthrombin time and  

üEvaluation for alterations in mentation  



Diagnosis  

The diagnosis of ALF is established 

 

üIf the prothrombin time is prolonged by 4-

6 seconds or more (INR Ó1.5)  

 

üAnd there is any evidence of altered 

consciousness. 

 



Evaluation  

üHistory taking  

Ɓshould include careful review of possible 

exposures to viral infection and drugs or other 

toxins. 

üPhysical examination  

Ɓmust include careful assessment and 

documentation of mental status and  

Ɓa search for stigmata of chronic liver disease.  



Evaluation  

üJaundice is often but not always seen at presentation 

üRight upper quadrant tenderness is variably present 

üThe liver is impalpable due to massive hepatocyte loss  

üAn enlarged liver may be seen in- 

Ɓearly in viral hepatitis   

Ɓwith malignant infiltration,  

Ɓcongestive heart failure,  

Ɓacute Budd-Chiari syndrome.  

üHistory or signs of cirrhosis should be absent  



Grades of Encephalopathy 

Grade I:  Changes in behavior with minimal  

   change in level of consciousness 

Grade II:  Gross disorientation, drowsiness,  

   asterixis, inappropriate behavior. 

Grade III: Marked confusion, incoherent speech, 

   sleeping most of the time but  

   arousable to vocal stimuli 

Grade IV:  Comatose, unresponsive to pain,  

   decorticate or decerebrate posturing. 



Initial Laboratory Analysis 

üProthrombin time/INR 

üBiochemistries 

Ɓsodium, potassium, chloride, bicarbonate, calcium, 

magnesium, phosphate glucose AST, ALT, alkaline 

phosphatase, GGT, total bilirubin, albumin creatinine, 

blood urea nitrogen  

üArterial blood gas Arterial lactate 

üComplete blood count, Blood grouping 

üAcetaminophen level (Toxicology screen) 



Initial Laboratory Analysis 

üViral markers -serologies 

Ɓanti-HAV IgM, HBSAg, anti-HBc IgM, anti-HEVÄ, 

anti-HCV* 

üCeruloplasmin Level 

üPregnancy test (females) 

üAmmonia (arterial if possible) 

üAutoimmune markers 

ƁANA, ASMA, Immunoglobulin levels 

üHIV status 

üAmylase and lipase 

 



Investigate to asses 

A. Degree of liver injury 

B. Complication 

C. Aetiology 

D. Prognosis 

        



Investigation for Aetiology  

Viral marker 

        i)   anti HEV 

        ii)  anti HAV IgM 

        iii)  HBsAg 

        iv)  IgM anti HBc  

              (important as there may be rapid clearance of   

               HBsAg) indicates good immune response to virus 

        vi)  anti HDV in those positive for HBV 

        vii)  HCV RNA 

        viii)  EBV, CMV 



Investigation for Aetiology  

Autoimmune screening 

        i)ANA 

       ii) AMA  

       iii)ASMA  

       iv) LKM  

Serum copper, ceruloplasmin, urine 

copper 

Toxicology screening in serum & urine 

USG & doppler study of hepatic vein 

 


