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fatigue. Our patient responded well to the treatment of headache and 
fatigue. The patient’s control brain MRI showed no change at the end 
of one year. 

Discussion
Eales disease is an idiopathic inflammatory venous occlusion that 

primarily affects the peripheral retina of adults and rarely affects CNS. 
The association of MS, myleopathy, spastic paraparesis, stroke and 
myelitis with Eales disease has been reported [3-6,11]. Vision loss is 
characteristically caused by bilateral, recurrent, vitreus hemorrhage and 
its sequelae. The etiopathogenesis of Eales disease is controversial and 
recognized as primary vasculitis of unknown etiology in young adults. 
Immune mediated mechanism has been proposed as a possible cause of 
Eales disease [1,2]. A recent report showed the serum and intraocular 
levels of MMP-9 and tumor necrosis factor-α (TNFα) in patients with 
Eales disease were increased. It seems to provide a plausible explanation 
for inflammation-mediated angiogenesis during the development of 

Introduction
Eales disease is an idiopathic type of retinal perivasculitis 

characterized by recurrent retinal and vitreous hemorrhages. The 
disease occurs in young male patients and may present with symptoms 
like black spots, floaters, blurring of vision. Vision can be normal in 
earlier stages. Inflammation, ischemic changes and neovascularisation 
are three manifestations [1]. The pathogenesis of Eales disease still 
remains unclear in spite of several clinical and basic studies. Several 
investigators have proposed a cell-mediated immune mechanism 
that might be playing a role in the proliferative phase of the disease 
with membrane formation on the surface of the retina [2]. Sometimes 
Eales disease may be presented with central nervous system (CNS) 
manifestation. The association of neurological conditions such 
as multiple sclerosis (MS), acute or subacute myelopathy, spastic 
paraparesis and stroke has also been described [3-10]. We report a case 
of Easles disease with white matter lesions without clinical symptoms. 

Case Report
A 44-year-old male patient with Eales disease developed migrainous 

headache and fatigue several years later. The patient presented with 
visual deterioration in the left eye in 1987. Ophtalmoscopy and fundus 
fluorescein angiography showed inflammatory lesions around the 
retinal blood vessels (Figure 1). Examinations for other causes of 
phlebitis were negative. Eales disease had been diagnosed. The patient 
was treated with photocoagulation and steroids. Six months later, he 
developed retinal detachment. He lost his vision after the surgical 
treatment. At the time of presentation, the patient had no neurological 
signs. The patient was admitted to our hospital for severe headache 
and fatigue. On arrival, he was alert and had no neck stiffness. Blood 
pressure was 120/80mmHg; Visual acuity was 20/20 in the OD and 
0/20 in the OS.

Blood count, renal, hepatic profiles, PT (Prothrombin Time), 
PTT (Partial Thromboplastin Time), Erythrocyte Sedimentation Rate 
(ESR), C-Reactive Protein (CRP), protein-C,protein-S, antithrombin-
III, vitamin A, E, B12 and Cerebrospinal Fluid (CSF) examination were 
normal. Rheumatoid factor, mutation of factor V Leiden, prothrombin 
20210-A, and Methylenetetrahydrofolate Reductase (MTHFR), 
Antineutrophil Cytoplasmic Antibody (ANCA), Anti-nuclear 
antibody (ANA), antibodies of anticardiolipin and antiphospolipid 
were negative. Serology for viral hepatitits B and C were negative. Chest 
roentgenogram was normal. Brain stem auditory and somatosensory 
evoked potentials were normal. Left Visual Evoked potential was 
absent. Brain MRI showed multifocal white matter abnormalities 
(Figure 2).

Symptomatic treatment was initiated for migrainous headache and 
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Abstract
Eales disease is an idiopathic, inflammatory, venoocclusive disorder of the peripheral retina resulting in retinal and vitreous 

hemorrhage. Eales disease is known to be the vasculitis restricted to the eye. Recently, the association of neurological conditions 
such as multiple sclerosis (MS), acute or subacute myelopathy, spastic paraparesis and stroke has also been reported. We report a 
44-year-old male with Eales disease who had white matter abnormalities after 24 years of the signs of retinal periphlebitis.

Eales Disease with White Matter Lesions
Irkec C1*, Capraz Yildirim I1, Batur Caglayan HZ1, Atmaca L2 and Karakus A1

1Gazi University Faculty of Medicine, Department of Neurology
2Ankara University Faculty of Medicine, Department of Ophtalmology

Figure 1: Inflammatory lesions around the retinal blood vessels on fundus 
fluorescein Angiography.
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this condition [11]. Other studies suggest that certain peptide growth 
factors, for example platelet derived growth factor (PDGF), insulin-like 
growth factor I (IGF-I), epidermal growth factor (EGF), transforming 
growth factors (TGF-a and TGF-b), and vascular endothelial growth 
factor (VEGF), have a key role in the process of neovascularization by 
both direct and indirect means [12,13]. 

In earlier reports, neurological involvement in Eales Disease 
has been reported several times. Cerebral vasculitis, stroke, multiple 
sclerosis, migrainous headaches were described [5,7,14]. The value of 
white matter abnormalities in Eales disease without clinical findings 
hasn’t been defined. Our patient had migrainous headache and there 
were multiple white matter lesions in brain MRI. Also he didn’t 
have any neurological deficit and there was no attack in the past. 
The significance of white matter lesions seems to be unclear. But the 
probability of occurrence of a demyelinating disease like MS in the 
future should be kept in mind and neurological evaluation should be 
done intermittently.
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Figure 2: Brain MRI, T-2 weighted axial image demonstrated multifocal white 
matter Lesions.
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