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Abstract

Hepatolenticular degeneration (Wilson’s disease) is a disease of copper metabolic
abnormality seen mostly in children and young alduts with the mode of autosomal

recessive inheritance.

We have performed detail ophthalmological examinations in 17 cases of Wilson's
disease since jg52. We emphasized on the examination of extraocular muscles, accomo-
dation, pupillary reactions and with the following resuit:

Exotropia —— over 1/2 of the cases, being able to the divided into 2 types.

Ocular movement —— all were normal except 2 cases.

Convergence — decrease in over half of the ases.

Pupillary reaction —— sluggnish in /4 of the cases.

Accomodation ~—— decrease in near 1/2 of the cases.

We give the discussion on the musclular abnormalities and suggest that the exotro-
pia (or exophoria), decrease in convergence, accomodation and the sllugish pupillary
reaction both for light and near are also important —= ocular symtoms in Wilson’s
disease. Therefore, the above conditions should not be overlock in our clinical work.



