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Fig 1.-0eulogram made with infra-red reeording teehnique showing typieal optokinet
ie amplitude asymmetry in internuelear ophthalmoplegia. Quick phases of abduetion are
normal in the right eye (00), but are abnormally sm all during addueting of the left eye
(OS). Note the flattened slow phases in the eye with the redueed amplitude. Rightward
(R) and leftward (L) eye movements are as indieated.
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Fig 3.-A diagrammatic explanation of
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Saccades or quick phases of abduction
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