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A Background Examination of Four Cases of Primary Biliary Cirrhosis
Complicated by Hepatocellular Carcinoma
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Abstract . Having experienced four cases of primary biliary cirrhosis (PBC) complicated by
hepatocellular carcinoma (HCC), we decided to investigate its prevalence and background factors,
The diagnosis of PBC in our cases was based on the following criteria . cholestatic serum
biochemistry, positive anti-mitochondrial anti-bodies and a compatible liver biopsy. None of the
patients had characteristics of other liver diseases, such as hepatitis B, hepatitis C, or alcoholic liver
disease. There was a long passage of time between the diagnosis of liver dysfunction and that of
development of HCC in these cases. The mean age at the time of diagnosis of liver dysfunction
was 56.5 = 2.6 yrs and that for the diagnosis of HCC was 70.0 = 2.5 yrs. As for the PBC satge, one
patient was at histologically Scheuer stage [I, while the three remaining patients were at stage [V.
Among 20 cases at histologically late stages {Scheuer stage Il or V), we compared the liver
function tests of four patients with HCC development with 16 cases who had not developed HCC.

The %-protrombin time and albumin levels in those who had developed HCC were significantly
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higher than those of the cases without HCC.,

(327 #i4%  2001)

Four PBC cases complicated by HCC were discovered in histological late stage cases with a

long passage from the diagnosis of liver dysfunction, and a higher %-protrombin time and albumin

levels were maintained in these patients than in the histological late stage PBC cases without HCC.

(Accepted on October 12, 2001) Kawasaki Igakkaishi 27(4) .
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B BEE RO eam (RE S 61, Table 1. Background factors in PBC complicated by HCC
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B2 B, K26 2ag e T 3 9 14
; is of HCC 70 67 70
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Table 2. A comparison of histologically late stage PBC cases with and without 2 5] (3.4%) & A7 5128 PBC
HCC By .
PBC Cases with PBC Cases without THBEREIZHCC 20 THEY
HEG e Henloy . PBC Ji ] 421k T i& HCC & P/
Age at Diagnosis of Liver Damage 56,5 % 2.6 848 124 N.S. HllpoTwh—HEZEZ LN,
Follow-up(yr) 55+ 0.8 79 + 51 N.8. R . o
sﬁmvea’f; 70.0 & 2.5 62.6 £10.8 N.S. & K2 PBC |2 HCC ﬁﬂf'ﬁ“}‘f;
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T-Bil(mg/dl) 195+ 22 33+ 34 N.S. WHIH E U TP BT %
Alb(g/dl) 35+ 02 27+ 0.4 P<0.01 - - o
FI%) 64.6 £12.9 48.8 £10.6 P<0.05 P A o722 &% PBC TldH4E

ALL values are means +8.D..

Table 3. The pathogenesis and prognosis of PBC cemplicated by HCC

N.S.:not significant
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