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Concurrence of Acute Cerebral Infarction and Peripheral Neuropathy
Associated with Hypereosinophilic Syndrome
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Hypereosinophilic syndrome is a rare disorder involving the eosin concentration being elevated to more than 1500/uL in the

peripheral blood for 6 months, and it causes various complications in the heart, skin, and nervous and respiratory systems.

The simultaneous occurrence of neurological complications of hypereosinophilic syndrome is rare. Here we report a patient

with hypereosinophilic syndrome who suffered from acute cerebral infarction and peripheral neuropathy during the same

period.
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Figure. Brain imaging in the patient with hypereosinophilic syndrome. Acute multifocal infarction of both putamen and left internal capsule in
diffusion-weighted imaging and apparent diffusion coefficient (A). Normal findings of intracranial and extracranial arteries in magnetic resonance
angiography (B, C).
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Table 1. Motor and sensory nerve conduction study of the patient (The 2m day from the day of the foot drop)

Site Latency (ms) Amplitude (mV) Velocity (m/s)
Motor nerve conduction study
Median (APB) 3.2/3.6 9.0/9.4 54.0/52.0
Ulnar (ADM) 2.6/2.7 12.0/9.9 55.0/55.0
Peroneal (TA) 4.2/4.3 4.8/4.6 41.0/53.0
Tibial (AH) 4.6/3.8 6.4/6.8 43.0/45.0
Sensory nerve conduction study
Median 0.9/0.7 43.8/35.1 48.0/45.0
Ulnar 2.3/0.9 24.5/28.1 40.0/40.0
Superficial peroneal 0.9/0.8 10.6/6.5 26.0/34.0
Sural 0.9/3.1 19.7/11.0 43.0/35.0

Values are presented as right/left.
R; right, L; left, APB; abductor pollicis brevis, ADM; abductor digiti minimi, TA; tibialis anterior, AH; abductor hallucis.

Table 2. Motor and sensory nerve conduction study of the patient (The 12" day from the day of the foot drop)

Site Latency (ms) Amplitude (mV) Velocity (m/s)
Motor nerve conduction study
Median (APB) 3.0/3.4 4.9/7.5 55.2/52.2
Ulnar (ADM) 2.112.7 11.4/0.3 60.5/56.1
Peroneal (TA) NR/4.2 NR/1.4 NR/47.6
Tibial (AH) 3.6/3.2 1.0/0.8 42.8/45.7
Sensory nerve conduction study
Median 2.7/2.9 3.6/22.1 53.8/48.3
Ulnar 2.7/NR 25.1/NR 52.8/NR
Superficial peroneal NR/NR NR/NR NR/NR
Sural 2.8/2.6 2.4/5.0 50.9/53.8

Values are presented as right/left.
R; right, L; left, APB; abductor pollicis brevis, ADM; abductor digiti minimi, TA; tibialis anterior, NR; no response, AH; abductor hallucis.
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