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Clinical problems, 1968:
 Hepatitis B
 Autoimmune hepatitis

=> Biopsy for assessment of prognosis: CAH, CPH

Clinical problems, 1990’s:
 Hepatitis C
 Mixed viral infections 

=> Biopsy for assessment of Tx needs: 

     Ishak, modified Ishak, Batts-Ludwig, Metavir

Clinical problems, 2016:
 Successful antiviral therapies
 Non-alcoholic fatty liver disease (NAFLD)

 => Biopsy of advanced (cirrhotic) stage liver

for assessment of prognosis:  Laennec…?
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…but not all cirrhosis is the same…
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dec mpensate sta e t e scar is resista t to degra atio Comple circulat r (splanc ic a

s stemic) a rmalities that ccur at this ec mpe sate sta e c tribute to further

dec mpensation, i e recurre t ariceal hemorr age refractor ascites a hepatorenal

s ndr me a alt HVPG retains pr stic value other arameters that take into

acc nt liver insufficie c a a dera e circulator state suc as the MELD sc re are more

predictive f eat ( t de icte i fig re) Figure is m difie from Frie ma
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Garcia-Tsao, Friedman, Iredale and Pinzani. 

Now there are many (stages) where before there was one: in search of a pathophysiological 

classification of cirrhosis.

Hepatology 2010: 51(4):1445-49
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…but not all cirrhosis is the same…

The Laennec Staging System



Kim et al. Histological sub-classification of cirrhosis using the Laennec fibrosis scoring system correlates with clinical 

stage and grade of portal hypertension. Journal of Hepatology 2011;55:1004-09.



What about regression of cirrhosis?



Wanless, Nakashima and Sherman. 

Regression of human cirrhosis. Morphologic features and the genesis of incomplete septal cirrhosis. 

Arch Pathol Lab Med 2000;124:1599



Hepatic Repair Complex

1. Fragmentation and regression of scar

   A.  delicate, perforated septa

   B.  isolated thick collagen fibers

   C.  delicate, periportal fibrous spikes  

   D.  hepatocytes within or splitting septa

2. Evidence of prior, now resolving, vascular derangements 

   A.  portal tract remnants,

   B.  hepatic vein remnants with prolapsed  hepatocytes

   C.  aberrant parenchymal veins

3. Parenchymal regeneration  i.e. “hepatocyte ‘buds”
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Kim et al. Histological sub-classification of cirrhosis using the Laennec fibrosis scoring system correlates with clinical 

stage and grade of portal hypertension. Journal of Hepatology 2011;55:1004-09.



Interim Conclusions

• We need a new staging system for assessment of 

advanced stage (cirrhotic) liver diseases



Interim Conclusions

• We need a new staging system for assessment of 

advanced stage (cirrhotic) liver diseases

• The system must be able to distinguish and quantify 

features of regression vs. progression.
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• We need a new staging system for assessment of 

advanced stage (cirrhotic) liver diseases

• The system must be able to distinguish and quantify 

features of regression vs. progression.

• The new system must be prognostic, predicting who 

will resolve back to a normal liver after successful 

curative treatment or long term disease suppression.



































GRADING

Of

Activity

• Portal inflammation
• Interface hepatitis
• Lobular hepatitis
• Confluent necrosis
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Bridging confluent necrosis



Confluent necrosis in HBV, think about:

      - HBeAg to Ab conversion

      - HDV super-infection on HBV 

      - HIV co-infection

      - Autoimmune hepatitis

      - Drug/toxin induced injury, as always



Confluent necrosis in HCV, think about:

      - HCV acute exacerbation

      - HIV co-infection

      - Autoimmune hepatitis

      - Drug/toxin induced injury, as always





Am J Clin Patho 2012; 137: 5-9






