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MR Imaging of Pontine Infarction within 2 Weeks after Ictus
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Magnetic resonance (MR) images of 10 patients with pontine infarction were reviewed. A total of
17 examinations were performed on a 1.5 Tesla high-field scanner (GE) within two weeks after ictus.

The infarcted area was detected by MR as early as 20 hours after stroke in one case. However, MR
images obtained in two cases three and nine hours after onset were unremarkable. It is therefore
suggested that follow-up study should be performed when initial MR images within 20 hours postictus
are normal.

T,-weighted images at four, nine and twelve days after ictus were interpreted as normal. In two of
these three examinations, the infarcted areas were clearly demonstrated as hyperintense lesions on
T,-weighted images. In the other examination, however, an area of mildly increased signal intensity
was seen on T,-weighted images. This case suggests that the fogging effect is also observed on MK
imaging and that a small pontine infarction may be overlooked during the subacute stage.

Basilar artery occlusion was detected as an absence-of-flow void in three of the ten patients.

In conclusion, MR imaging proved to be a relatively useful diagnostic modality for evaluating
acute and subacute pontine infarctions.
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Table 1 Patients with pontine infarction examined by MRI within 2 weeks after ictus
: | MR findings
%’[ag.e Age/Sex N';"gg l;)}{g;gtloiins fréi;&‘%.ls Signal intensity of infarcted area Basilar artery
on Tl-weighted image on T2-weighted image occlusion
1 75/M  quadriparesis 9 hours isointense isointense +
4 days mildly hypointense hyperintense +
11 days mildly hypointense mildly hyperintense +
2¢ 1/M vertigo, 3 hours ispintense isointense i
R.hemiparesis 3 days mildly hypointense hyperintense =
12 days isointense mildly hyperintense =
3 37/M L. hemiplegia, 20 hours mildly hypointense mildly hyperintense
speech disturbance 8 days mildly hypointense hyperintense =
4 73/M  double vision 1 day mildly hypointense mildly hyperintense =
6 days mildly hypointense mildly hyperintense =
5 58/M coma 1 day mildly hypointense mildly hyperintense +
8 days mildly hypointense hyperintense -k
6 65/M vertigo, nausea 4 days isointense hyperintense s
7 48/M L. hemiparesis 9 days mildly hypointense hyperintense =
8 30/M  guadriplegia 9 days mildly hypointense hyperintense
9 75/F L. hemiplegia 9 days mildly hypointense hyperintense
10 57/F unsteady gait 9 days isointense hyperintense o=

*This case was reported in reference 8
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Fig. 1 Case 1. a, b, Both T,-and T,-weighted images obtained nine hours after

SERL34E 8 A25H

ictus are unremarkable except for basilar artery occlusion. The basilar artery
is isointense on T,-weighted image and is hyperintense on T,-weighted image,
presumably due to oxyhemoglobin (arrows). ¢, d. At four days after stroke, a
Jarge portion of pons is mildly hypointense on T,-weighted image and is
hyperintense on T,-weighted image, indicating an acute pontine infarction
(arrows). The basilar artery is hyperintense on both T,-and T,-weighted
images probably due to free methemoglobin.

(61)



932 gD MRI

e
z P."‘\

::“'“\

. "r-. 1 | LS
5,5 4 k
,‘
b

Fig. 2 Case 2. a, b, MR images obtained three days after onset show a typical
pontine infarction (arrows). ¢, d. At twelve days postictus, however, the
infarcted area is isointense on T,-weighted image and is mildly hyperintense on
T.-wighted images, suggesting the presence of “fogging effect” on MR imaging.
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