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[ Abstract |
China. Methods

Objective  To report the first case of Churg-Strauss syndrome (CSS) manifested as IgA nephropathy in
The clinicopathological data for diagnosis of the patient were analyzed., and the related literatures were
reviewed. Results The female patient aged 39 years old. Renal needle biopsy was performed 6 years ago because of gross
hematuria and proteinuria, with the diagnosis being IgA nephropathy and focal segmental glomerulosclerosis. Laboratory
examinations showed that the proportion of peripheral eosinophils was increased and c-ANCA/p-ANCA was positive once.
Sufficient prednisone and cyclophosphamide were given for pulse therapy for 18 months, and the patient was clinically cured.
One year ago, the patient received peritoneal dialysis because the serum creatinine reached 932 pmol/L. However, the general
status of the patient was not improved after dialysis, and the patients developed cough, diarrhea and low-grade fever. Repeated
blood test showed that the proportion of peripheral eosinophils was continuously increased. p-ANCA and MPO-ANCA were
positive, and CT scan indicated chronic sinusitis. The patient had a history of “rashes”, therefore CSS was diagnosed. The
patient was given pulse therapy with immunoglobulin treatment for 3 days and oral prednisone at a daily dose of 30 mg; the
temperature of the patient decreased immediately to the normal level; and her general condition was improved and she was
discharged. Conclusion IgA nephropathy was a rare pathological manifestation of CSS, which should be considered during
diagnosis.
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Fig 1 Microscopic manifestation of kidney biopsy tissues

A H-E staining shows mild to moderate segmental hyperplasia, widened mesangial region, aggravated sclerosis of segments, and adhesion be-

tween glomerulus and capsule; B: H-E staining shows a sclerotic glomerulus that is nearly discarded and a mild segmental hyperplasia in mesang-

ial cell in the other glomerulus;C: Masson staining shows deposition of much fuchsinophilic(red) complex in the mesangial region; D: Masson

staining shows irregular thickening of elastic layer of interlobular arteries. lymphocyte infiltration and fibroplasia, as well as lymphocyte infiltra-

tion in the lumen; E: Immunofluorescence shows granular deposition of IgA immune complex along the capillaries in the mesangial region; F. E-

lectron microscope shows hyperplasia of mesangial cells and deposition of some small electronic density. Immunofluorescence was performed u-

sing the paraffin section (Done in June, 2010), because immunoflurescence of the sections was not photographed due to the limited condition.

Other photos were taken in 2003. Original magnificalion: X400(A-E); X3 620(F)
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