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THE CHANGE OF IMMUNE EPITOPE FROM THE PERIPHERIAL
BLOOD OF PATIENTS WITH HERPES
SIMPLEX KERATITIS

Liu Zuguo' Chen Jiaqi' Li Shaozhen' Zeng Yaloy]'ng2 Sun Hong2

(1 Zhongshan Ophthalmic Centers Sun Yat-sen University of M edical Sciences, Guangzhou, 510060

2 Institute of Tissue Transplantation and Immunology, Jinan University, Guangzhou, 510632)

The 30 immune epitopes expressing in patients with herpetic keratits w ere investigated by flow cytometry com-
panng with the normal people. The results showed that the expression rate of CD8, HLA-DP, HLA-DR in patients
with both stromatic and ulcer herpetic keratitis also CD10 in stromatic herpetic keratitis were higher than in nor-
mal people. And the expression rate of CD9, CD45RA in patients with both stromatic and ulcer herpetic keratitis
also HLA-ABC in ulcer herpetic keratitis were lower than in normal people. The other epitopes in patients with
both stromatic and ulcer herpetic keratitis had no difference with normal people. The expression rate of CD10
CD59 CD71 in patients with stromatic herpetic keratitis were higher than those in patients with ulcer herpetic ker-
atitis. There were no difference in the other epitopes betw een the stromatic and the ulcer herpetic keratitis group.
These results suggest that the immune disorder and astoimmunity may play an important role in the occurrence and
clinical types of herpetic keratitis. The strong activating capacity for immunocyte were showed in individual with
parenchy matous herpetic keratitis and the insufficient activating capacity for inmunocyte w ere show ed in individual
with ulcer herpetic keratitis.
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