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) Presence of parenchymal nodules separated by fibrous
septa.

b) Differences in liver cell size md appearance between
one area and another.

¢) Fragmentation of the biopsy specimen with or without
fibrous tissue at the margins of the fragments or par-
tially surrounding them.

d) Fibrous septa traversing the specimen with abnormal
lobular architecture.

e) Altered architecture and vascular relationships
without septum formation.
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Fig. 1. ﬂweﬂdeﬁnndmupufﬂnpﬂauchveruﬂsma
cirrhotic nodule (H&E, = 100)
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dysplasia characterized by nuclear and
cytoplasmic enlargement with nuclear pleomor-
phism, multinucleation with prominent nucleol.
(H&E, »400)
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Table 1. Liver cell dysplasia in 247 control, cirrhotic and
cancerous livers

Nao. Dysplasia (Te)
Control 132 6( 4.5)
HCC. 16 2(12.5)
Cirrhosis B9 28 (31.5)
Cirrhosis & HCC 10 7 (70.0)

HCC: Hepatocellular carcinoma

Table 2. Mean ages of 85 patients with cirrhosis (with or
without associated liver cell carcinoma) and

liver cell dysplasia.
No Mean ages (y1)
) (+5D)
Cirrhosis only
without dysplasia 53 42.3(+13.71)
without dysplasia 22 43.0(+ 8.38)
Cirrhosis & HCC
without dysplasia 3 49.3(+ 3.78)
with dysplasia 7 44.5 (+10.14)

Table 3. Sex distribution of liver cell dysplasia in 99
cirrhotic patients with an without liver cell

carcinoma
=_1—
No. Males Females
Cirrhosis only B9 70 19
without dysplasia 61 45 16
with dysplasia 28 25 3
Cirrhosis & HCC 10 9 1
without dysplasia 3 2 1
with dysplasia 7 7 0
Totat 99 79 20
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Table 4. Association between HBsAg and liver cell
djlsphﬁiinﬂﬂcirrhuﬁcmﬁentuwithmﬂh-
out liver cell carcinoma

No. HBsAg (%)
Dysplasia present 12 B (66.7)
Cirrh. only 9 6 (66.7)
Cirrh. & HCC 3 2 (66.7)
Diysplasia absent 16 5 (31.2)
Cirrh. only 14 4 (28.6)
Cirrh. & HCC 2 1 (50.0)

* HBsAg/cirrh. : 10/23 (43.5%)
HBsAglcirrh, & HCC : 3/5 (60.0%)
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A Study on the Liver Cell Dysplasia
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The term, “liver cell dysplasia”, which was proposed
and defined as cellular enlargement, nuclear pleomor-
phism, and multinucleation of liver cells occurring in
groups or occupying whole cirrhotic nedule by Anthony et
al, has been considered to be premalignant condition.

The authors reviewed dysplasia in 247 cases with cir-
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rhotic or cancerous livers including non-cirrhotic and non-
malignant control group, and studied the presence of
HBsAg to evaluate the relationship between HBsAg and
dysplasia in cirrhosis and hepatocellular carcinoma.

The results are as follows:

1) Liver cell dysplasia was found in 6 out of 132 cases
(4.5%) of control group, in 2 out of 16 cases (12.5%) with
hepatocellular carcinoma, 28 of B9 cases (31.5%) with cir-
rhosis only, and 7 out of 10 cases (70%) with cirrhosis and
hepatocellular carcinoma.

2) There were no age and sex differences between cir-
rhosis and cirrhosis with hepatocellular carcinoma, with

or without dysplasia.

3) Serum HBsAg were positive in & out of 12 cases
(66.7%) with dysplasia, whereas positive in 5 our of 16
cases (31.2%) without dysplasia.



