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=Abstract=

Background : In a pontine infarction, variable neurologic deficits present because the
pons is very complicated organ including cranial nerve nuclei and several fiber tracts‘. It's
the aim of this study to clarify the clinicotopographical correlation of isolated acute
pontine infarcts. Methods : We studied 33 patients with acute pontine infarct and clas-
sified them into three subtypes on the basis of lesion location on MRI. Clinical features,
angiographic findings and risk factors were compared. Results : Twelve patients had a
ventromedial pontine infarcts, in which clinical findings included dysarthria (N=12),
hemiparesis (N=12) and tegmental signs (N=6). Five patients had a ventrolateral pontine
infarcts, in which clinical findings included vertigo (N=3), hemiparesis (N=3) and sensory
disturbances (N=2). Fifteen patients had a tegmental infarcts, in which clinical findings
were vertigo (N=13), eye movement disorders (N=10) such as abducence palsy, inter—
nuclear opthalmoplegia, ocular bobbing, and sensory disturbance (N=4), Emboligenic heart
disease (N=3/33 9.1%) and sign- ificant stenosis of vertebro—basilar artery (3/16 18.7%)
were observed. Summary: Coresponding to territories of intrinsic pontine vessels, isolated
pontine infarcts could be classified

into three main syndromes. Isolated pontine infarcts were usually due to thrombosis of
per— forating arteries, but large artery stenosis and cardioembolism also could be causes
of isol- ated pontine infarcts.
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Table 1. Clinical features of isolated acute pontine infarction

Pt no Age/Sex clinical features possible Etiology
1. 71/F dysarthria, severe Rt FBC weakness BBD
2. 43/ M dysarthria, severe Lt FBC weakness LAD
Lt BC hypesthesia

3. 62/ F dysarthria, mild Lt FBC weakness BBD
Lt BC, hypesthesia, Lt hemiataxia

4. 81/ M dysarthria, Severe Rt FBC weakness BBD
Rt F hypesthesia

5. 65/ M dysarthria, mild Lt FBC weakness LAD

6. 62/ M dysarthria, moderate Rt FBC weakness BBD
7. 76 / F dysarthria, mild Rt FBC weakness BBD
8. 55 /M dysarthria, severe Lt FBC weakness SAD
9, 74 /M dysarthria, severe Rt FBC weakness BBD

EOM palsy (Lt 6th C.N palsy)
10. 74 /M  dysarthria, moderate Rt FBC weakness BBD
Rt BC hypesthesia

11. 58 / F dysarthria, moderate L.t FBC weakness SAD

12. 70/ F drowsiness
dysarthria, moderate Lt FBC weakness BBD

Rt peripneral 7th C.N palsy
Rt MLF vertigo & nystagmus

13. 60 / M dysarthria, moderate Rt FBC weakness BBD
14. 75/ M dysarthria, severe L.t FBC weakness, vertigo BBD

Rt B sensory change ,
15. 5 /F Rt F hypesthesia BBD

Rt peripheral 7th C.N palsy, vertigo
Rt hemiataxia

16. 71/ M vertigo, nystagmus, ataxia SAD
17. 61 / M mild Lt B.C weakness. BBD
18. 68/ M dysarthria, mild Lt FBC weakness.

Lt F sensory change.

Rt Honer's syndrome, Rt hemiataxia, vertigo BBD
19. 71/ M dysarthria, EOM palsy(Rt PPRF) LAD

Rt peripheral 7th C.N palsy, Vertigo, nystagmus

Lt F sensory change, Rt Honer's syndrome

20. 5 / M EOM palsy, vertigo, nystagmus, Lt hemiataxia SAD
21. 72/ M Lt hemiataxia SAD
22. 69 /M  EOM palsy(Rt MLF), nystagmus SAD
23. 50 /M  EOM palsy(Rt MLF), nystagmus SAD
24. 65/ F dysarthria, mild Lt B weakness, vertigo, ataxia,diplopia SAD
25, 65/ F dysarthria,vertigo, ataxia SAD
26. 49 /' M vertigo, nystagmus, Rt hemiataxia SAD
27. 5/ F drowsiness, dysarthria, EOM palsy(Rt 6th CN palsy)
mild Lt FBC weakness, vertigo
Embolic
28, 56 /M Rt. B sensory change, ataxia BBD
29. 54 / F EOM palsy(Lt 6th CN) vertigo, nystagmus, ataxia Embolic
30. 70/ F EOM palsy(Rt MLF), vertigo, nystagmus, ataxia SAD
31. 62/ F EOM palsy(Rt MLF), Rt C sensory change
vertigo, nystagmus, ataxia SAD
32. 5/ M EOM palsy(Rt 6th), vertigo, nystagmus Embolic
Rt hemiataxia, Rt FBC hypesthesia, Lt Honer's syndrome
33. 76 / M Semicoma, ocular bobbing, Rt FBC weekness BBD

FBC; faciobrachiocrural EOM; extraocular muscle MLF;, medial logitudinal fasciculus
PPRF; paramedian pontine reticular formation CN; crannial nerve Lt; left Rt; right
BBD; basilar artery branch disease ILAD; large artery disease SAD; small artery disease

Pt no. patient number
Pt no. 1~12 ventromedial infarction Pt no. 13~17 ventrolateralinfarction
Pt no. 18 lateral infarction Pt no. 19~33 tegmental infarction
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