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Table 1 Nerve conducion study on admission.

DL (ms) CMAP amplitude (mV) MCV (m/s) SCV (m/s) SNAP amplitude (uV)
Median R 4.1 15.4 53 50 18
L 3.9 15.7 59 50 16
Ulnar R 2.5 7.3 64 58 35
L 2.6 9.2 67 52 19
Tibial R 4.1 2.2 49
L 4.1 1.3 50
Sural R 58 2
L NE NE

R: right. L: left. DL: distal latency, CMAP: compound muscle action potential, MCV: motor conduction velocity, SCV: sensory
conduction velocity, SNAP: sensory nerve action potential, NE: not evoked. Bold-faced values are abnormal. The CMAP

amplitude was measured from peak to peak.

Fig. 1 Plain abdominal CT scan.
The arrow indicates gallbladder wall thickening.
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Fig. 2 Clinical course of this case.

This figure shows the clinical course of this case. d: day.
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Abstract

A case of Churg-Strauss syndrome with elevated IgG4
—the association between treatment and IgG4

Takuya Akiyama, M.D.”, Kenshi Tashiro, M.D.” and Akihumi Yamamoto, M.D."

UDepartment of Neurology, Kyushu Kosei Nenkin Hospital

We report the case of a 57-year-old woman, known to have had allergic sinusitis and bronchial asthma, and had been
treated with leukotriene receptor antagonist for one month, at the time of presentation. She complained of bilateral
weakness and pain in her lower extremities and her laboratory investigations revealed an elevated absolute eosinophil
count of 23,357/ul, elevated biliary enzymes and an IgG4 level of 594 mg/dl. Nerve conduction study revealed
mononeuritis multiplex. She was therefore diagnosed with Churg-Strauss syndrome and started on pulse steroids and
intravenous immunoglobulins. Her symptoms were alleviated, her absolute eosinophil count and biliary enzymes both
improved at the same time and her IgG4 level also decreased. Although elevated biliary enzymes occurring with CSS
was thought to be due to a bile duct eosinophilic granuloma, we cannot rule out the possibility of IgG4-related sclerosing
cholangitis, because of her elevated IgG4.

(Clin Neurol 2013;53:131-135)
Key words: Churg-Strauss syndrome, 1gG4, allergy, eosinophil, peripheral neuropathy




