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Diabetic Oculomotor Nerve Palsy with Pupil Involvement

Ji-Su Mun, Min-Jeong Kim, Jong-Kuk Kim, Bong-Goo Yoo

Department of Neurology, Kosin University College of Medicine, Busan, Korea

— Abstract

Oculomotor nerve palsy of acute onset with sparing of the pupil in older age is frequently associated with diabetes
mellitus. A 73-year-old diabetic woman was admitted because of vertical diplopia and gait disturbance. Neurological
examination showed that the left eye had decreased light reflex, dilated pupil, and limited adduction, supraduction and
infraduction. Brain MRI and MRA were unremarkable. Two months after onset, movement, pupil size and light reflex
of the patient's eyes were normal on examination. It is emphasized that the diabetic ophthalmoplegia can involve the
pupil. We report a rare case of diabetic oculomotor nerve palsy with pupil involvement.
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