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The therapeutic effect of glucocorticoid in the treatment of Eales' disease in vasculitis stage
YIN Zheng-yu,WEI Shi-hui, MA Cheng, et al. Department of Ophthalmology, General Hospita of PLA, Beijing,
100853, China

[Abstract] Objective To estimate the therapeutic effects of glucocorticoid in the treatment of eales
disease in vasculitis stage. Methods 42 eyes of eales disease patients cases which were admitted from 1996 to
2004 were ahalyzed retrospectively. According to the condition of glucocorticoid, 42 eyes were divided into the
glucocorticoid-treatment group (22 eyes) and the control group (20 eyes) and the therapeutic effects were
compared. Following up for 3-52 months. Results There was significant difference in effective rate and
prognosis of complication between two groups. 90.9% (20 eyes) of the glucocorticoid-treatment group were

healing well. 55% (11 eyes ) of the control group brought about complications. Conclusion Glucocorticoid in

the treatment of eales disease in vasculitis stage is valid and reliable. Application of glucocorticoid for Eales'

e

disease in the early vasculitis stage is a good way to decrease complications.
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