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A Clinical Study of Diplopia Due to Neurologic Disorder

Kyoung-Kyu Choi

Department of Internal Medicine, College of Medicine, Ewha Womans University

Diplopia may result from a variety of causes. The cases reported here illustrate several etiolo-

gies, progneses, and diagnostic investigation.

The most common ocular motor palsy was the abducens nerve palsy(48%), and the others

were oculomotor nerve palsy(24% ), convergence palsy(16% ), trochlear nerve palsy(8% ) and

divergence palsy(4%) in this order.

The most common cause of ocular movement palsy was vascular disorder(44%), and the

other causes were trauma(16%), aneurysm(8%), neoplasm(4%) and hydrocephalus(4%).

The ocular motor palsy due to vascular disorder was best prognosis.
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Table 1. Cases of diplopia by ocular movement
palsy
Ocular movement palsy

No. of cases(%)
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Abducens palsy 12( 48%)
Oculomotor palsy 6( 24%) HIZAELS A3, 4, 671473 752 25 3%
Convergence palsy 4( 16%) IR ZHA ¥ EE WHOR <hye] FF
Trochlear palsy 2( 8%)
Divergence palsy 1( 4%) Table 3. Causes of paralysis of cranial nerve VI
Total 925(100% ) Causes No. of cases
Vascular disorder 7( 58.3%)
Table 2. Possible Causes of ocular movement Undetermined 3( 25.0%)
palsy Trauma 1( 83%)
Causes No. of cases Neoplasm 1( 83%)
Vascular disorder 11( 44%) Total 12(100%)
Undetermined 4( 16%)
Trauma 4( 16%) Table 4. Causes of paralysis of cranial nerve I
Aneurysm 2( 8%) Causes No. of cases
Infection 2( 8%) Vascular disorder 3( 50%)
Neoplasm 10 4%) Aneurysm 2( 33%)
Hydrocephalus 1( 4%) Infection 10 17%)
Total 25(100%) Total 6(100% )
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Table 5. Prognoses of variable couses of diplopia

Causes Cases Prognosis
Good Fair Poor
Vascular 8 6 2
Trauma 4 3 1
Undetermined 4 2 1 1
Infection 2 1 1
Aneurysm 2 2
Hydrocephalus 1 1
Neoplasm 1 1
Total 1 7 4
(50%) (32) (18%)
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