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Atlas of Diagnostic Pathology (9)
Hepatobiliary System 2: Liver Biopsy Interpretation

Etsuko HASHIMOTO

Department of Internal Medicine, Institute of Gastroenterology, Tokyo Women’s Medical University

Liver biopsy is the basic tool to diagnose and evaluate the severity of liver disease. For chronic liver diseases,

knowing the stage of liver fibrosis is essential to determine the prognosis and make appropriate treatment deci-

sions. Liver biopsy is currently the gold standard for assessing liver fibrosis; however, the method is invasive.

The interpretation of a liver biopsy demands an experienced liver pathologist, and even clinicians are required to

understand the reports of liver biopsies. To avoid preconceptions, pathologists should study liver slides before

any clinical information is obtained. In all instances, a morphologic diagnosis should be made first. By definition, a

diagnosis should not be changed because of subsequent biochemical, clinical, or other non-morphologic informa-

tion. Proper morphological assessment of liver biopsy specimens must include the following individually exam-

ined features: portal tract which includes portal vein, hepatic arteriole, intra-lobular bile duct, inflammatory cells,

fibrosis, limiting plate and parenchyma which includes hepatocytes, inflammatory cells, necroses, fibrosis, sinu-

soids, and central veins. The final morphological diagnosis is made after the evaluation of these morphological as-

sessments.

Key words: pathology of the liver, chronic hepatitis, cholangitis, steatohepatitis, cirrhosis
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Kupffer #fifid, M8 AN B, FFaHIIE 2 &2 SRR
s,

GHPLRTIE, PRI & O ERIR 2 ERE L (X 1-A).,
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B : single cell necrosis.
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1) 2R - BT - R

SR TIE, HEEE O OB SE 28 b
PHETH 5. B TIE MR O S0 A i
A% F 4K & 7 5. piecemeal necrosis (interface
hepatitis) %, focal necrosis, bridiging necrosis 2%
kA B L, PRI © ORHED AR R O i
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Knodell histological activity index 28V 5157,

LA L, #AETE, (GBI (5 - SEME2 L) =
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7 L : FO, M R 3% o fibrosis : F1, bridging fibro-
sis : F2, /NERE & D 2 4L % £F 9 bridging fibrosis :
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pericellular fibrosis 23458 Td 5. #AEIL b HFLFF
k32 H e LT <L
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TIEFIIRET I X B EEREREIC L - T, F%
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WBHHET 5. wihd, AN T L
Tw(.
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