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Changes of the Kupffer Cell Number in the Course of
Metastasis of Hepatocellular Carcinoma

Chanil Park, M.D., Yee Jeong Kim, M.I)., Young Nyun Park, M.D). and Sun Hee Sung, M.D.

Department of Pathology, Yonsei University College of Medicine

The number of Kupffer cells was evaluated in hepatocellular carcinomas, including 18 pri-
mary lesions, 3 tumor emboli within the portal vein radicles and 4 metastatic lesions and in
non-neoplastic liver adjacent to the primary lesions, to persue the origin of Kupffer cells dwell-
ing in hepatocellular carcinoma. Hepatocellular carcinomas of the sinusoidal(trabecular) type
were carefully selected, and excluded were those carcinomas which showed inflammation or
other changes evoking inflammation. The immunohistochemical stains for CD 68 and lysozyme
were done to identify Kupffer cells and to draw the mean Kupffer cell number per high power
microscopic field of each lesion. Kupffer cell was most numerous in primary lesions followed
by tumor emboli and still fewer in metastatic lesions. The Kupffer cell number in the nrimary
lesions of hepatocellular carcinoma was in turn smaller than that of the adjacent non-neoplas-
tic liver. The results suggest that, during the early neoplastic transformation, sinusoids of the
non-neoplastic liver could creep into the carcinomatous tissue accompanving Kupffer cells.

{Korean J Pathol 1992; 26: 247~ 252)
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Fig. 2. Kupffer cells in primary hepatocellular carci-
nomal(CD 68, LSAE)

Fig. 3. Kupffer cells in portal tumor emboliiCD 68, Fig. 4. Kupffer cells in metastatic hepatocellular
LSAB) carcinoma(CD 68, LSAB).
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Table 1. Kupffer cells in primary hepatocellular car-
cinoma and surrounding non-neoplastic

HPF#lom, & o 52 ikl Kupfferd=®
o & 79+5.0178/HPF st F3W Kupffer 4l
x2 7} 3.8~13.57/HPF= =} & Fnjc]} & 3}e|
§F ddont 3 o2 Tk ¥l W 267}
@t (Table 2). § 43« Kupffer HE7} g
A= SN = @kl

3. TMlEdE HolEt2| Kupffer M= +

Hel5l b EehE 2] Kupffer ME = 194
117§/ HPF =4+ & o2 fhddlis-dc) oF 2.5
Aeled(p<0.05), Heo|wi2] Kupffer A% 7}

Table 3. Kupffer cells in primary and metastatic he-
patocellular carcinoma

Primary Metastatic PHCC/

liver
Non-neopl Prim N-L/
Case Age/Sex B THeer  PHCC
1 53/F 7.3 3.0 2.4
2 37/M 83 3.0 2.8
3 52/F 14.5 2.8 5.3
i 49/M 153 28 5.9
] 68/ M 20.8 10.8 1.9
] 57T/M 6.3 2.3 2.8
T 43/'M 148 2.0 74
] 87/ M 7.3 2.3 32
9 a7/F 9.5 2.8 3.5
10 60/M 0.3 2.8 34
11 56,/ ™M 7.8 6.3 1.2
12 53/F 7.5 6.3 1.2
13 50/F 25.3 13.5 1.9
14 49/M 135 6.5 2.1
15 57/M 16.5 3.8 4.3
16 50/M 3.0
17 50,/ M 4.3
18 57/M 6.2
mean 12.3 4.7 3.3
+5D +5.62 +3.15 + L77

Case Age/Sex " poes’  peer  MHCC
16 50/M 3.0 25 1.2
17 a0/M 4.3 2.8 1.5
18 5/M 65 18 2.6
19 44,/ M - 0.3

Mean 46 19 2.1
+SD L1977 111 +131

*Values ar Kupffer cell number per high power
field( = 4000

p<0.005

HCC : Hepatocellular carcinoma

Non-neoplastic liver

PHCC : Primary HCC

SD: Standard deviation

*Values are Kupffer cell number per high power
field(= 400)

HCC : Hepatocelluar carcinoma

PHCC : Primary HCC,

MHCC : Metastatic HCC

SD: Standard deviation

p<0.05

Table 2. Kupffer cells in primary hepatocellular carcinoma and portal tumor emboli

Non-neopl

Primary Portal

Case Age/Sex liver” HCC* Tumor emboli* -/ Emboli
13 50/M 253 135 6.0 23
14 49/M 135 65 23 28
15 57/M 165 28 38 L0
Mean+SD 18.446.13 79+5.01 4.0+1.86 2.0+093

*Values are Kupffer cell number per high power field( = 400).

HCC : Hepatocellular carcinoma
PHCC : Primary HCC
SD:Standard deviation

p=0.1
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