
 
Iranian Journal of Neurology © 2017 Corresponding Author: Armaghan Ghareaghaji-Zare 
Email: ijnl@tums.ac.ir Email: armaghan.g.zare@gmail.com 

 
http://ijnl.tums.ac.ir      6 July 

Letter to Editor 
 

Iran J Neurol 2017; 16(3): 159-61 

 
 
 

 

Churg-Straus syndrome:  
A case report 

 
 

Safa Najmi1, Armaghan Ghareaghaji-Zare2, Saeed Ghazanfari-Amlashi3 
 

1 Department of Neurology, School of Medicine, St. Louis University, St. Louis, USA 
2 Department of Dermatology, School of Medicine, Tabriz University of Medical Sciences, Tabriz, Iran 
3 Department of Neurology, School of Medicine, Kurdistan University of Medical Sciences, Sanandaj, Iran 

 
 
 
 
 
 
Keywords 
Churg-Strauss Syndrome; Eosinophilia; Cerebral 
Infarction; Anticoagulants 
 

 
 
Churg-Strauss syndrome is a rare autoimmune 
disorder characterized by excess circulating, 
tissue eosinophils, and vasculitis, which affects 
the lung and skin. The syndrome occurs in 
patients with a history of asthma or allergy.1 
Neuropathy develops in approximately 3/4 of the 
patients usually as mononeuritis multiplex. 
Centrally accentuated antineutrophil cytoplasmic 
antibody (CANCA) is generally found in more 
than half of the cases, while central nervous 
system (CNS) manifestations are relatively 
unusual and include headache, convulsion, 
hemiplegia, and brainstem signs.2 

We report here a 42-year-old man with a 
history of severe asthma and rhinitis in the past  
4 years prior to the first admission. The patient 
was presented with difficulty in walking and 
weakness of lower limbs. In addition, he had a 
history of flu vaccination about 1.5 months before 
his neurological symptoms. The patient also had a 
history of skin lesions of hemorrhagic bulla and 
palpable purpura few days after injection on the 
lower limbs. At that time, a dermatologist visited 

the patient and a biopsy was taken with the 
impression of vasculitis. Eosinophilic dermal 
infiltration and leukocytoclastic vasculitis (LCV) 
were demonstrated in the biopsy specimen.  

Findings on the first day of admission were as 
follows: electromyogram/nerve conduction study 
(EMG/NCS) were compatible with subacute 
mixed type (demyelination and axonal) of 
inflammatory polyradiculopathy [Guillain-Barré 
syndrome (GBS)]. At the complete blood cell 
(CBC) exam, white blood cells (WBCs) were  
14.21 (103/µl) with eosinophilia (40%) (Table 1). 

Erythrocyte sedimentation rate (ESR) was  
43 and 84 at 1st and 2nd hours, respectively;  
C-reactive protein (CRP) was negative, and the 
rheumatoid factor (RF) was ++. In addition, 
antinuclear antibodies (ANA), anti-cyclic 
citrullinated peptide (anti-CCP) antibody, 
cytoplasmic-antineutrophil cytoplasmic antibody 
(c-ANCA), and perinuclear-anti-neutrophil 
cytoplasmic antibody (p-ANCA), and  
anti-phospholipid antibody were found to be 
negative. Lipid profiles and liver function tests 
were in the normal range. Brain and 
thoracolumbar spine magnetic resonance 
imaging (MRI) results were not significant, 
except for increased mucosal thickening at both 
maxillary and sphenoidal sinuses. 
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The presence of all these findings led to the 
diagnosis of Churg-Strauss syndrome by 
American College of Rheumatology (ACR) 
criteria. The patient was treated with 
prednisolone (1 mg/kg/day) and 
cyclophosphamide (150 mg/day). After a month, 
he came back to the hospital with the complaint of 
right lower limb pain. This time, we made a 
decision to keep the patient on warfarin, in 
addition to previous drugs, and waited to see 
what would happen later. 

Recent studies demonstrated that neurologic 
manifestations are very interesting in these 
patients.2,3 Neurologic manifestations, in a variety 
of reports, include subarachnoid hemorrhage, 
intracerebral hemorrhage, cerebral/cerebellar 
infarct or gliosis, and spinal cord lesion.4 MRI 
performed in the first admission showed no 
abnormalities; nevertheless, there was evidence of 
peripheral nervous system (PNS) involvement, as 
misdiagnosed by GBS. However, in the second 
admission, the brain MRI revealed many 
hypersingnal foci for vasculitis involvement of the 
brain parenchyma; indeed, the patient had 
cerebral/cerebellar infarcts. 

The fundamental question that arises here is: 
what is the possible explanation for these lesions 
in the brain? It can be due to cardiac embolism, 
vasculitis, or hypercoagulation.  In our patient, we 
found no cardiac embolism source for his brain 
lesions, and vasculitis and hypercoagulation 

remained blameful for CNS manifestation. 
He was treated with prednisone  

(1 mg/kg/day) and cyclophosphamide  
(150 mg/day), as a usual treatment and standard 
initial therapy.5 His signs and symptoms were 
improved significantly, but the patient 
experienced a severe attack in less than one 
month of the therapy, which led to amputation of 
his leg beneath the knee. At that time, we found 
out that he may need something more than the 
usual and standard treatment; therefore, we 
decided to add warfarin therapy with checking 
the INR within 2-3 weeks. We followed the 
patient for about 5 months, and found that he did 
not experience new attacks after warfarin therapy. 
Further studies are required to confirm 
effectiveness of anticoagulation therapy for severe 
cases of Churg-Strauss syndrome. 
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