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Immunohistochemical Analysis of HLA-DR and Secretory
Component Expression in Gastric Adenocarcinoma

Ji Youn Bae, M.D., Soo Sang Sohn, M.D.* and Eun Sook Chang, M.D.

Department of Pathology and Department of Surgery*
Keimyung University School of Medicine

Sixty one cases of gastric adenocarcinoma were studied immunchistochemically for expression
of HLA-DE and secretory component(SC) in order 1o analyze the relationship between expression
of these in gasiric cancer cells and the adjacemt muocosa. Immunosiaining was detected within
the cytoplasm and on the cell memgrane. The rate of HLA-DR and SC expressions in cancer
cells were 59.0% and 49.2%, respectively, and 52.5%/52.5% and 31.2%/50.8% the mucosa in
adjacent/remote from the site of to cancer. The 5C expression in the adjacent mucosa was lower
than that of the remote mucosa(p=0.027). The HLA-DR expression in the cancer cells in the
intestinal type of gastric adenocarcinoma(73.9%) was higher than thar of the diffuse tvpe(14.3%)
and 1t was stanstically significant(p=0.02). The presence of an increased amount of lymphoid
infiltration in the gastric mucosa was closely related 1o the expression of HLA-DR and 5C,
Decreased or absent expression of SC ar the transitional mucosal cells was possibly a result of
exposure to genotoxic agents due to the lack of protective function of SC-IgA. From these results,
one can postulate that the expression of HLA-DR and SC may play an important role in atleration
in microenvironment with lymphoid infiltration, (Korean J Pathol 1996; 30: 293~ 300)

Key Words: Gastric adenocarcinoma, HLA-DR antigen, Secretory component, Immuno
staining, Adjacent/remote mucosa
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Fig. 1. Immunchistochemical slain of inesting] wype gastric adenocarcinoma shows strong HLA-DR expression of (mor

cells.
Fig. 1. Immunchistochemical stain of intestinal fype adenocarcinoma shows stromg secretory component(SC) expression

of mmor cells,

Fig. 3. HLA-DR expression of mmor cells is stronger than that of 5C{right} in medcrately differentialed adenocarcing T,
Fig. 4. The same case in Fig. 3 shows faint w0 weak 5C expression.
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Fig. 5. Hetcrogenous reaction for HLA-DR of poorly differeniiansd fumor cells in diffuse type adenocarcinoma.
Fig. 6. The same case in Fig. § shows negative reaction for SC of poarly differsniiated tumor cellst®) and $C positive
plasma cclls in mucosa serves ws g conmel.
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Fig. 7. Tmicsiinalized gastric sor-
Face and glandular epithelial cells
in remote mucosa from the car-
cinoma show positive reacticn Ror
5C, and 5C positive plasma cells.
Fig. 8, Intesdnalized gasivic glan-
dular emthelial cells adjacent
carcinema  and  twmor  eclls()
shiow mezative reaclion for SC.
5 positve infilrares are between
alanils,
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