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Table 1 Clinical features.
Dysesthesia 9?;5;;‘(‘)’5 Onset to diagnosis
Case Age/sex Lesion Risk factors Other symptoms . R
e “thalamic | pain & | deep (initial diagnosis)
distribution pain” thermal | sense

1 71/M pons HT DM HL SM Right side absent ! ! none 5 hours

2 47/F pons HT DM Right side excl. head present N | none 2 days

3 57/M pons HT SM L fingers absent N N none 2 days

4 63/M pons HT SM R face, fingers absent N N none 3 days

5 72/M pons HT HL SM Left side excl. head absent | } ataxia, imbalance 6 days

6 70/M pons HT DM SM R ear, forearm, trunk absent N N ataxia 2 days

7 56/M pons HT SM Left side excl. head present 1 1 ataxia, imbalance 2 days

8 62/F pons HT HL L face, forearm, thigh absent N N none 2 days

9 66/M pons HT DM SM L arm, leg absent ! | ataxia 2 days
10 76/F midbrain HT L finger, perioral absent N N ataxia 2 days
11 56/M pons HT SM Left side present 1 N ataxia 2 months

(TIA, neuropathy)
12 66/M pons HT SM Right side excl. head present N N none 23 months
(neuropathy)

13 57/M pons HT SM L forearm, hand absent N N none 2 days

Cases 1 to 10 (above the dotted line) were consecutive cases hospitalized due to acute stroke, which were extracted from the database of in-pa-

tients (subjects from the case control study). Cases 11 to 13 (below the dotted line) were anecdotal case series experienced at the out-patient

clinic.

M, male; F, female; HT, hypertension; DM, diabetes mellitus; HL, hyperlipidemia; SM, smoking; excl, excluding; “thalamic pain”, so-called “tha-

lamic pain”-like unpleasant and painful dysesthesia; N, normal; |, depressed; Onset to diagnosis, Duration from the onset to diagnosis as an

acute stroke; TIA, transient ischemic attack
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Table 2 Laboratory findings.
median nerve SEPs
Case Brain MRI N 20 amplitude (uV) P15
affected side unaffected side (affecte dr/alffaffecte d) affected side unaffected side

1 HIA in DWI (5 hours) 24 3.3 73% absent present
2 HIA in DWI (2 days)

3 HIA in DWI (2 days)

4 HIA in DWI (3 days) 1.2 14 86% absent absent
5 HIA in DWI (7 days) 1.0 2.8 36% absent absent
6 HIA in DWI (2 days) 1.0 2.8 36% absent absent
7 HIA in DWI (2 days) 2.0 9.0 22% absent present
8 HIA in DWI (2 days) 52 6.2 84% present present
9 HIA in DWI (2 days)
10 HIA in DWI (2 days) 16 4.2 38% absent present
11 normal in DWI (18 hours) 24 38 63% absent absent

— HIA in DWI (14 days)

12 HIA in T2 (23 months) 42 5.2 81% absent present
13 HIA in DWI (4 days) 1.8 30 60% absent present

Cases 1 to 10 (above the dotted line) were consecutive cases hospitalized due to acute stroke, which were extracted from the data-
base of in-patients (subjects from the case control study). Cases 11 to 13 (below the dotted line) were anecdotal case series experi-

enced at the out-patient clinic.

SEPs, somatosensory evoked potentials; HIA, high intensity area; T2, T2 weighted images; DWI, diffusion weighted images.
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Case 4 Case 5

Case 9 Case 10

Case 11 Case 12

Case 13

Fig. 1 MRI of patients.
Axial sections of MRI at the lesion level are presented. All are diffusion weighted images, except

case 12 for which a T2 weighted image is shown. Small lesions localized around the medial lemnis-
cus and/or spinothalamic tract at the pontine tegmentum are identified in all cases except the case
10, whereas a small lesion in the lateral zone of midbrain is identified in the case 10. MRIs of cases

8 and 11-13 were not interpreted pathological by radiologists. Cases 1 to 10 (above the dotted line)

were consecutive cases hospitalized due to acute stroke, which were extracted from the database
of in-patients (subjects from the case control study). Cases 11 to 13 (below the dotted line) were an-
ecdotal case series experienced at the out-patient clinic.
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Fig. 2 Median nerve SEP abnormalities.
a: Case 10. The amplitude of N20 on the affected side was less than half (38%) of that on the affect-

ed side. P15 was lost on the affected side.

b: Case 12. The N20 amplitude on the affected side was 81% of that on the unaffected side, which
was not definitely pathological. However, the P15 potential, clearly identified on the unaffected side,
was almost absent on the affected side. In this patient who visited us 2 years after the symptom
onset, MRI only showed a faint high-intensity area at the left pontine tegmentum in the T2 weight-
ed image (Fig. 1), and these SEP findings had become an important clue to make the diagnosis of

pontine infarction.
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Abstract
Clinical features of predominantly sensory stroke due to brainstem infarction
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We report 13 patients presenting with predominantly sensory strokes due to brainstem infarction, without
any other brainstem symptoms such as hemiparesis, dysarthria or vertigo. All of them had lacunar infarctions lo-
calized at the medial lemniscus and/or spinothalamic tract, at the pontine (12 patients) or midbrain (1 patient) teg-
mentum. The presenting symptom was dysesthesia with a variety of distributions for all cases, and a thalamic-
pain-like unpleasant dysesthesia persisted in 4 patients. The lesion on brain MRI was usually very small, and was
sometimes overlooked by radiological evaluation, which led to a long delay in the correct diagnosis of a stroke in
two cases. Median nerve somatosensory evoked potentials showed a depressed N20 amplitude or a loss of the P15
potential unilaterally with preserved P13/14 potential in 7 out of 10 cases examined, and was useful in localizing
the lesion intracranially. During the 4-year study period, 10 patients with brainstem infarctions were admitted to
our department as acute sensory stroke cases (2.1% of all acute strokes), whereas 11 patients with thalamic infarc-
tions (2.3%) were admitted due to similar symptoms. Cases with brainstem infarctions had sensory symptoms lo-
calized below the neck more frequently (5/10) than cases with thalamic infarctions (1/11), thus would be more
likely to be confused with cervical or peripheral nerve disorders. The relative frequency of brainstem infarction as
compared to thalamic infarction was higher than that in previous reports, implying that some cases with brain-
stem infarction might have been overlooked due to difficulty in obtaining the correct diagnosis. One should always
keep this syndrome in mind when assessing patients with acute-onset sensory symptoms.
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