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S100 Protein Positive Dendritic Cells in Liver Diseases

Ghil Suk Yoon, Inchul Lee, and Eunsil Yu

Department of Pathology, University of Ulsan College of Medicine, Seoul 138-736, Korea

We describe S100 protein positive dendritic cells (S100°DCs) in various liver diseases including chronic viral hepatitis B and
C (20 cases), liver cirthosis (3 cases), hepatocellular carcinoma (2 cases), hepatolithiasis (6 cases), primary biliary cirrthosis
(PBC) (2 cases), liver allograft rejection (9 cases), bile duct paucity (1 case), and Wilson's disease (1 case). By immuno-
histochemical analysis, $100°DCs were absent in fetal and normal livers, while they were variably present in inflammatory
liver diseases. In chronic hepatitis and active eirthosis, S100°DCs were most frequently located in periporial area, at lymphoid
follicles within the portal tract, and at foci of spotty necrosis within the lobule, Frequency and intensity of S100'DCs were
not related to etiologies of liver diseases, but they were correlated with the activity of hepatitis. In PBC, 5100°DCs were
found between biliary epithelial cells of the septal bile ducts, as well as, the periductal area of the portal tracts. A post-
transplantation liver with features of moderate acute rejection revealed many $100'DCs in polymorphous portal infiltrates. In
hepatocellular carcinomas, many S100'DCs were scattered between tumor cells. In the case of the Wilson's disease, $100'DCs
were not noted. Presence of S100°DCs in various inflammatory liver diseases indicates that they play a central role as antigen
presenting cells in immune responses of inflammatory liver diseases. (Korean J Pathol 1998; 32: 590 — 595)
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Table 1. Location and intensity of 5100 protien positive dendritic cells of vanous liver diseases
Dx, of Cases No. of cases Intensity Location of $100'DCs
(Total 48cases) :
Chronic hepatitis, B 14 +[+ + portalfseptal, spotty necrosis, plecemeal necrosis
Chronic hepatitis, C 6 +/4++ portalfseptal{lymphoid follicle) spotty necrosis, piecemeal necrosis
Liver cirrhosis 3 + spotty necrosis, plecemesl necrosis
Hepatocellular ca, 2 + 4+ ++ HCC, portal/septal
Hepatolithiasis 6 -+ portalfseptal
Primary biliary cirthosis 2 ++ periductalfintraepithelial, portalfsepial
Allograft rejection 9 + + + lobular, portal/septal
Biliary atresia 1 negative
Bile duct paucity 1 negative
Wilson's disease 1 negative
normal liver 3 negative

S100'DCs: 100 protein positive dendritic cells

+: 1-2 S100'DCs/high power field, ++: 3-6 S100'DCsfhigh power field, +++: >6 S100°'DCsfhigh power field
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Fig. 1. Immunolocalization of 5100°DCs i chronic active hepatits B. A: The porial fract is widened with mononuelear cell miiliration
and piccemenl necrosis, where S1007DCs arc noted. (8100 protein, < 400) B S0 s ate ohserved in the sinusoid and al the

focus of spolty necrosis within the lobule. (S100 protein).
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Fig. 2. Immunolocalization of 5100'DCs i primary biliary cirthosis. $100'DCs wre noted just around the bile duct (A) (5100 protsin,
« 400}, or between the damaged bile doct epitheliom. {B) (510K protein).
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Fig. d. Immuniocalization of U0 DCs in hepatoceltular carci

Fig. 3. Imrnunclocalizaton of S100°DCs in acute allograft rejec-
noma, S100 DCs are ageregated within the tumor eells. (5100

tion, Many S1007DCs are scattered in polymorphous portal
infilerates. (3100 protein) prolein)
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