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IMMUNOPATHOLOGIC STUDIES ON
EOSINOPHILIC LYMPHOGRANULOMA (ELG)

Gan Lu Ren Cainian Yu Qinxi
( Faculty of Stomatology )

Immuno-histochemistry and special histochemistry staining were used to observe the
quantity and distribution of IgE, IgA, IgM, and IgG antibodies as well as mast cell in
the tissues of 35 cases with eosinophilic lymphogranuloma(ELG). The results indicated
that IgE-positive reactions were found in most of the germinal centers. Furthermore,
some cells with IgE-positive reactions in their membranes were also demonstrated. Mast
cells’ hyperplasia was seen. Their quantity and distribution in ELG were obviously different
from that in other unspecific chronic inflammation.

It was suggeted that Type I allergy might be the main etiopathology of ELG. The
lymphoid rroliferation, Mast cell hyperplasia and increase of IgE, as mentioned above,
were the manifestation of Type I allergy at all.
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