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Pure Dysarthria due to Subcortical and Pontine Infarction:
Diffusion Weighted MR Images Analysis
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Abstract : pyre dysarthria is a type of lacunar infarction. Because previous studies
described mainly to the dysarthric patients with central facial paresis or clumsy hand, pure
dysarthria without facial paresis or other neurologic deficits, especially in subcortical or
pontine infarction, was rare. We studied the patients with subcortical or pontine infarction who
presented isolated dysarthria. Among 1,176 patients with acute stroke collected by the
Keimyung Stroke Registry from March 2003 to February 2005, we selected 11 patients who
presented with pure dysarthria due to subcortical or pontine nfarctions, We identified lesions
by diffusion—weighted MRL (DW)), and analyzed cerebrovascular risk factors, lesion locations
and prognosis. DWI demonstrated small high signal lesions in the centrum semiovale (n=2),
corona radiate (n=3), internal capsule (n=3), and pons (n=3). The most common risk factor
for the ischemic stroke with pure dysarthria was hypertension. The lesions mostly located in
the left hemisphere. All subjects showed a good recovery from dysarthria. Infarcts causing
dysarthria in all patients located along the course of the corticobulbar tract and showed left
—sided predominance in supratentorial lesion. Pure dysarthria due to internal capsule lesion
could be caused by a small lesion in the anterior portion of posterior limb.

Key Words : Diffusion—weighted MRI, Dysarthria, Pontine infarction, Subcortical
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Table 1. Summary of clinical features in subjects
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Subject no.  Sex/age, (yr)  Risk factors Nﬁlﬁg)&l%%lc lselstfogg foll)lgfx??l%n(%fo) Sequelae
1 F/54 No risk factors pure DA CSO (Lt) 13 Improved
2 F/73 Smoking pure DA CSO (Rt) 17 Improved
3 M/88 Atrial fibrillation pure DA CR (Lt) 12 Improved
4 F/66 HTN pure DA CR(Lt) 14 Mild DA
5 F/59 HTN pure DA CR(Lt) 8 Improved
6 M/62 Smoking pure DA IC (L) 18 Mild DA
7 M/77 Smoking pure DA IC (Lt)  Follow up loss
8 F/63 HTN pure DA IC (Lt) 4 Improved
9 M/66 HTN, Smoking pure DA BP (Rt) Mild DA

10 F/60 HTN pure DA BP (Rt) 15 Improved
11 M/79 HTN, diabetes, Smoking pure DA*  BP (Rt) 10 Mild DA

% At admission 4 days, he developed right hemiparesis. CSO: centrum semiovale, CR: corona radiata,
IC: internal capsule, BP: basis pontis, HTN: hypertension, DA: dysarthria, Lt:left, Rt: right.
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Fig. 1. Diffusion-weighted MR images in the subjects
1-11. They showed small recent infarcts in the
centrum semiovale, corona radiata, internal
capsule, and basis pontis.
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