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An HLA-B 27 Negative Case of Ankylosing Spondylitis with Acute Iridocyclitis
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Department of Ophthalmology, Yokohama City University School of Medicine

Abstract

The author experienced a 34-year-old male case of acute iridocyclitis with fibrinous exudates
accompanied by ankylosing spondylitis with negative HLA-B27. Who was diagnosed definite ankylos-
ing spondylitis by the New York criteria. The cause of ankylosing spondylitis was postulated to be a
cross reaction between HLA-B27 and a certain Gram-negative becillus. However, our case with
negative HLA-B27 suggested the causes could comprise multiple factors in addition to HLA -B27. Since
the clinical picture of iridocyclitis observed in our case showed no difference with those of HLA-B27
positive cases, iridocyclitis associated with ankylosing spondylitis is considered to be the same entity
regardless of HLA-B27 being present or not. (Acta Soec Ophthalmol Jpn 96 : 271—275, 1992)
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