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Table 1. Patients Age/Sex, HBsAg status and histological

diagnosis of the surrounding liver
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Case ;ﬁ.gefsex HBs AR “ Surronding Liver

1 53(F — Macro-& micronodular
cirrhosis
2 37M - Macronodular cirrhosis
3 52/F + Mcaronodular cirrhosis
4 49/M Macro- & micronodular
cirrhosis
5 SB/M + Macronodular cirrhosis
[ 57IMm - Macronodular cirrhosis
7 43/M Macronodular cirrhosis
B 57fm Macronodular cirrhosis
9 57/F — Monspecific reactive hepatitis
10 60/M NT  Irregular regeneration &
dysplasia
11 56/M MT  Monspecifiv reactive hep-
atitis
12 53/F — Nonspecific reactive hep-

atitis

MNT @ not tested
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Fig. 1a. Liver ¢irrhosis  with
many sinusoidal lining cells, some
of wich are unequivocally Kup-
ffer cells. (right, H&E, =100 ;
left, H&E, x400)
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Fig. 1b. Liver cirrhosis,_Many of
the sinusoidal cells are positive
for lysozyme, (PAP,.x200)

Fig. 2a. Hepatocellular carcino-
ma of trabecular type with an
apparent sinuscidal pattern, sugge-
sting the prescence of Kupffer
cells, (right, H&E, x100 ; left,
H&E, x400)
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Table 2. Number of kupffer cells within the hepatocel-
lular carcinoma and the surrounding liver

Case HCC §—L S-L/HCC*
1 12 (2.68) 29 (2,28) 2.4
2 12 (1.08) 33 (5.52) 2.8
3 11 {1.50) 58 (1.08) 5.3
4 11 (1.08) 61 (1.65) 59
5 43 (3.26) 83 (1.87) 1.9
6 9 {1.64) 25 (2.86) 2.8
7 8 (1.68) 59 (1.05) 7.4
8 9 (1.43) 29 (2.04) 3.2
9 11 (1,92) 3% (1.89] 3.5

10 11 (1.48) 37 (3.21) 3.4

11 25 (8.28) 31 (2.90) 1.2

12 25 (1.70) 30 (1.43) 1.2

*P < 0.05

Results of each case represent the average kurpfer cell
number fo 10 HPF from 4 different areas of HCC and

§-L. Standard deviation of each set is given in parentheses,

HCC : hepatocellolar carcinoma, §-L : surrounding liver
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Fig. 2b. Sinusoids of the tra-
becular type hepatocellular carci-
noma showing lysozyme positive
Kupffer cells, (PAP, x200)
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= Abstract =
Kupffer Cells in Hepatocellular Carcinoma

Young Nyun Park, M.D., Soon Hee Jung, M.D.
and Chanil Park, M.

Department of Fathology, Yonse! University
College of Medicine

Kupffer cells are tissue macrophages (histiocytes)
fixed in hepatie sinusoids.

Since malignant hepatocytes are the only tumor par-
encymal cells of the hepatocellular carcinoma, theor-
etically there are no Kupffer cells within the hepatocel-
lular carcinoma. To clarify whether it is true or not, 12
cases of hepatocellular carcinoma of the trabecular type
with some extents of the non-neoplastic surrounding
liver were subjected to immunoperoxidase staining for
Ivsozyme and 5-100 protein and the results are as fol.
lows. '

1) Kupffer cells were stained positively by the im-
munoperoxidase staining for lysozyme but not for 5-100
protein, indicating that they are monocyvte derived
macrophages.

2} Kupfifer cells were also present within the he-
patocellular carcinoma, but were 2~7 times fewer
within the hepatocellular carcinoma than in the non- -
neoplastic areas (p=<0.05).

3) The non-neoplastic hepatic tissue of patients with
serum HBEsAg shows a tendency to have more kupifer
cells than those without HB=zAg.

Key Words: Hepatocellular carcinoma, Kupffer cell,
Histiocyte, Lysozyme
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