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A Case of Churg-Strauss Syndrome Affecting Lung and
Neuromuscular System
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Churg-Strauss  syndrome(CSS) is a systemic vascular disorder that has an unknown cause with
multiorgan involvement and diverse presentations. The three main histologically distinct phases were
necrotizing vasculitis, tissue eosinophilia and extravascular granulomas.

A diagnosis of CSS can be made on four or more of the following six criteria : 1) asthma, 2)
peripheral eosinophilia >10% on the differential leukocyte count, 3) mononeurcpathy (including multiple)
or polyneuropathy, 4) paranasal sinus abnormalities, 5) nonfixed pulmonary nfiltrates, and 6} biopsy
evidence of extravascular eosinophils in the skin, the nerves, or the lungs. CSS has a good prognosis
with systemic steroid therapy. The 5 year survival is approximately 70 %.

We experienced a 66-year-old man who presented with cough, sputum, edema and numbness in both
legs. He presented with all of the 6 CSS criteria. A nerve and muscle biopsy confirmed the diagnosis.
Here, we report this case with a review of the relevant literatures. (Tuberculosis and Respiratory Diseases
2002, 53:183-189)
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Fig. 3(A). Necrotizing vasculitis is noted at
the perineurium in a nerve
biopsy specimen. The vascular
lumen is occluded by fibrinoid
materials. The vessel wall is
destroyed by frequent inflam-
matory infiltrates. (H&E, X 100)

(B). Some vessels are destroyed and
replaced by a granulomatous
inflammation. (H&E, X 200)

(C). Frequent eosinophilic infiltrates
are found around the blood vessel.

(H&E, x400)
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Table 1. Serial measurement of the ESR, WBC, eosinophil count and CRP over one hospital day(ID).
Three days after corticosteroid(Pd) treatment, the three parameters were markedly improved.

HD 2 9 16 23 26 30 Pd 3 Pd 6
ESR (mm/h) 119 121 117 123 108 8 74 29
WBC( /mm’) 10,800 14,300 16,100 13,400 13,500 16900 19,800 19,600
Eosinophil(%) 40 895 129 22.1 21.0 264 0 0.1
CRP(mg/dD) 7.1 70 74 69 6.6 79 04 04
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