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Immunohistological study of the conjunctiva of Mooren’s Ulcer
Haruko Yoshida"?, Etsuo Chihara®, Mitsuko Sunagawa®?

1) Hvogo Prefectural Tsukaguchi Hospital
2) Depl. of ophthalmol. Kyoto University
3) Mivazaki Medical Colleage
4) Mitsubishi-Kvoto Hospital

L O

Mooren's ulcer ® B T, FDEEBREFMRCL NEEL - 2EAOREEEL, PAP &S & USifEEKlC
THEL, REHETNRT AT, UL, LEASIU, EETREE~D) o BR-REHM
BEoEErBobnt, IgG ik, PREERBRULETHEMOEEL TV sMAENrEO ATz, &1, IgM
(X, PREEBSCHRRCEEL T, ERTFICERICERBLELZY >\ BKREF -V Iia—rFE/70-F1
itk (OKT4, OKT8) (=Tt h, T AErSHEET S @B oAt —F, FHM 3k
Tty b b OKTA B0 EIEnEM e, OKTS N ETHF A bh, 28N RERBFRECHS - &
AR &antz, (BER 91:1176—1179, 1987)

¥ —7—F : Mooren’s ulcer, IgG, IgM, ) »/"EFH T+ b

Abstract

The conjunctival tissue of 2 cases of Mooren's ulcer were studied. The histological examination of
excised conjunctiva showed plasma cells, lymphocytes and macrophages in the subepithelial connective
tissues. IgG and IgM were found along the basement membrane of the conjunctiva and IgG was found
in the subepithelial connective tissue. IgM was in the intracellular space of the lﬁacrophages and
Iymphocytes. The infiltraing lymphocytes were also stained with OKT4 and OKTS, showing then to be
T lymphocytes. Thus cellular immunity, in addition to humoral immunity, plays an important role in
Mooren’s ulcer. (Acta Soc Ophthalmol Jpn 91 : 1176—1179, 1987)
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