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Clinical research for corneal K-F ring of Wilson disease
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[Abstract] Objective To investigate the relationships between the corneal Kayser-Fleischer(K-F) ring for patients with Wilson's dis—
ease (WD) and their clinical classification types and the age of onset. Methods Test results of comeal K—F ring of 1039 WD patients using
by slit lamp examination were summarized, and the positive rates of K-F ring of these WD patients with different clinical types and the age of
onset were compared. Results The positive rates of WD patients with liver type, brain and brain—visceral were significantly higher than sub—
clinical patients(P=0.00), and the positive rates of brain and brain—visceral were significantly higher than liver patients( P=0.00). The positive
rates of the group of range in age from 5to 9, 10 to 19, 20 to 29, and more than 30 years were significantly higher than the patients under 5
years (P=0.00), and the positive rates of patients range in age from 10 to 19, 20 to 29, were significantly higher than the patients whose age
ranging from 5 to 9 (P=0.00). Conclusion The test results of Corneal K - F ring have high diagnostic value for patients who are suspicious
for WD with brain damage symptoms(or with multiple organ damage symptoms which include liver, brain and so on) and their onset age is over
10 years. On the other hand, in order to avoid misdiagnose or missed diagnosis, it is necessary for patients who are under 10 years, or their
symptoms are only liver damage to check their copper metabolism and other examinations, even if their Corneal K — F ring test results are nega—
tive.
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