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Pseudo-Foster Kennedy Syndrome Secondary to Nonarteritic Anterior 

Ischemic Optic Neuropathy 

Abstract  

Introduction: Pseudo-Foster Kennedy Syndrome is described as unilateral optic 

disc swelling with contralateral optic atrophy in the absence of an intracranial mass 

causing compression of the optic nerve. Bilateral sequential anterior ischemic optic 

neuropathies are the usual causes with nonarteritic anterior ischemic optic 

neuropathy as the most common etiology. 

Purpose: To report a case of Pseudo-Foster Kennedy syndrome and describe its 

clinical and paraclinical particularities, as well as the diagnostic approach and 

established treatment. 

Case Report: The case of a 54-year-old male with painless visual impairment in 

the left eye (LE) 1 week and right eye (RE) two months before admission. He has 

a history of hypertension, since 10 years ago. Visual acuity of the RE was 2/60 and 

LE was 0.63. Relative afferent pupillary defect was observed on RE. The 

fundoscopy examination revealed optic disc pallor on RE and optic disc swelling 

with peripapillary hemorrhage on LE. Humphrey’s visual field 30-2 revealed 

superior altitude on both eyes. Optical coherence tomography showed retinal nerve 

fiber layer thinning on RE and thickening on LE. Laboratory examination shown 

hyperglycemia and dyslipidemia. Magnetic resonance imaging showed there were 

no signs of cerebral infarct or space occupying lesion. Patient was diagnosed with 

Pseudo-Foster Kennedy Syndrome secondary to nonarteritic anterior ischemic optic 

neuropathy with diabetes mellitus and dyslipidemia. Further management was 

included systemic regulation and neuroprotective agent. 

Conclusion: Pseudo-foster Kennedy Syndrome may occur due to uncontrolled 

systemic disease. The diagnosis can be established based on the medical history, 

local and general clinical and paraclinical examination. 

Keywords: Pseudo-Foster Kennedy syndrome, nonarteritic anterior ischemic optic 

neuropathy, magnetic resonance imaging 

 

I. Introduction 

     Pseudo-Foster Kennedy Syndrome is described as unilateral optic disc swelling 

with contralateral optic atrophy in the absence of an intracranial mass causing 

compression of the optic nerve. This occurs typically due to bilateral optic neuritis 

or ischemic optic neuropathy. Ischemic optic neuropathy is caused by vascular 

insufficiency of the optic nerve and is typically divided into anterior and posterior 

forms depending on which portion of the nerve is affected. Anterior ischemic optic 

neuropathy can be due to an arteritic process, such as giant cell arteritis, but more 

common associated with a noninflammatory, nonvasculitic process that is referred 

to as nonarteritic anterior ischemic optic neuropathy.1-4
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     Nonarteritic anterior ischemic optic neuropathy (NAION) is the most common 

form of non-glaucomatous optic neuropathy in elderly individuals. The mean age 

at onset of NAION ranges from 57 to 65 years. It presents with sudden painless 

vision loss associated with disc edema and visual field defects consistent with optic 

disc involvement on examination. The probability of involvement of fellow eye 

varies among different studies. While Beri et al, reported 25% risk of involvement 

of fellow eye over 3 years, the risk was 17% over 5 years as per Beck et al and 

14.7% patients in the ischemic optic neuropathy decompression trial (IONDT) 

developed sequential involvement of fellow eye. The aim of this study is to report 

a case of Pseudo-Foster Kennedy syndrome due to nonarteritic anterior ischemic 

optic neuropathy and describe its clinical and paraclinical particularities, as well as 

the diagnostic approach and established treatment.5-8 

 

II. Case Report 

     A 54-year-old man presented with a painless sudden visual loss in the left eye 

for 1 week. He had a history of painless visual loss in the right eye for 2 months. 

He had a history of hypertension for 10 years, with highest blood pressure had 

reached 180/100 and regularly taking medications. Other systemic disease such as 

Diabetes Mellitus or Dyslipidemia was unknown. There was no symptoms of 

headache, nausea and vomiting, loss of consciousness.  

     Physical examination revealed blood pressure 130/80 mmHg. Other 

neurological examinations, including olfactory nerve were within normal limit. The 

eye position was orthotropia and ocular motility was full to all directions. 

Ophthalmological examination revealed best corrected visual acuity was finger 

counting at 2 meters on the right eye and 0.8 in the left eye. The intraocular pressure 

on both eyes was 14 and 14 mmHg, respectively. Slit lamp examination revealed 

anterior segment of both eyes were within normal limit. The pupil was 3 mm react 

to light both eyes with afferent pupillary defect (RAPD) positive in the right eye. 

There were lens opacities on both eyes. Fundoscopy examination revealed optic 

atrophy in the right eye and sectoral swollen disc and peripapillary flame shaped 

hemorrhage in the left eye, as it showed in Figure 2.1.  
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     Humphrey’s visual field 30.2 examination was performed. Unfortunately, the 

test results had low reliability but it showed superior altitude on both eyes, as it 

showed in Figure 2.2. Ocular Computed Tomography (OCT) of optic nerve head 

revealed RNFL thickening in nasal and temporal sector with average thickness of 131 µm 

on LE and RNFL thinning with average thickness of 86 µm on RE (Figure 2.3).  

 

Figure 2.1 Fundus Photograph showed optic disc pallor of RE (a) optic disc swelling  

     with peripapiller haemorrhage of LE (b)  
     Source: Cicendo Eye Hospital 

 

 
Figure 2.2 Humphrey 30-2 examination with low test reliability showed superior  

     altitude on both eyes. 

     source: Cicendo Eye Hospital 

a b 
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     The patient then diagnosed with Pseudo-Foster Kennedy with differential 

diagnosis of Foster-Kennedy syndrome. Further examination was planned 

including neuroimaging and laboratory test to narrow down the possible diagnosis. 

Management of this patient was neuroprotector, Mecobalamin 1x500 mcg and 

Citicholin 1x1000 mg and planned for follow up next week with the examination 

results. 

 

Figure 2.3 OCT examination showed sectoral RNFL thinning (87 µm) on RE and  

     sectoral RNFL thickening (131 µm) on LE  

     source: Cicendo Eye Hospital 

 

     One week later the patient came with worsen visual acuity on the left eye. 

Ophthalmological examination revealed best corrected visual acuity was 0.16 on 

the left eye. Magnetic resonance imaging (MRI) of brain was performed and 

demonstrated there was post intracerebral hemorrhage in the left basal ganglia, mild 

ischemia changes in left and right periventricular alba and subcortical cerebral 

ischemia. Left and right optic nerve, chiasma optic, tractus optic and orbit has no 

abnormalities found. There were no signs of cerebral infarct or space occupying 

lesion showed on the MRI as it showed in Figure 2.4. 

    Laboratory test was also performed and the blood test result revealed high fasting 

blood sugar level of 290 mg/dl and high two hours post prandial blood sugar level 

of 440 mg/dl. The patient also had high level of cholesterol, with total cholesterol 

310 mg/dl and LDL level 211 mg/dl. The patient then further diagnosed with 
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Pseudo-Foster Kennedy syndrome due to bilateral nonarteritic anterior ischemic 

optic neuropathy (NAION) with Diabetes Mellitus and Dyslipidemia. Management 

of this patient was systemic regulation such as control blood sugar, cholesterol and 

medication routinely. The patient was given Citicoline 1x1000 mg, Aspilet 1x80 

mg, Atorvastatin 1x20 mg, Glimepiride 1x5 mg, and Metformin 3x500 mg. The 

patient was referred to Internal Medicine and given suggestion to manage his blood 

pressure, lipid level and glucose level. Further follow up was planned at 2 weeks 

after treatment, with expected resolving optic swelling and good control of systemic 

blood pressure and blood sugar. Prognosis quo ad vitam is dubia, quo ad functionam 

is dubia, and quo ad sanactionam dubia 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

Figure 2.4 Magnetic Resonance Imaging brain and orbita showed there were no signs  

     of cerebral infarct or space occupying lesion. 

     source: Cicendo Eye Hospital 



 

 

7 

 

III. Discussion 

     The appearance of unilateral optic disc swelling with contralateral optic disc 

atrophy has been described as the Foster Kennedy Syndrome. Foster Kennedy 

Syndrome present in 1% to 2.5% of intracranial masses. In Foster-Kennedy 

Syndrome unilateral disc swelling is caused by a tumor on the inferior surface of 

the frontal lobe, such as meningioma at frontal lobe, sphenoid wing or olfactory 

groove regions, compressing the optic nerve on one side with papilledema 

contralaterally. Explanations for the unilateral disc swelling in Foster Kennedy 

syndrome include failure of transmission of the intracranial pressure to the optic disc 

secondary to pressure or closure of the vascular bed of the optic disc.1-6 

     In the absence of an intracranial mass these findings may be considered as 

pseudo-Foster Kennedy Syndrome, which typically occur due to bilateral sequential 

optic neuritis or ischemic optic neuropathy. Thus, the diagnosis of Pseudo-Foster 

Kennedy syndrome is more commonly a disease of exclusion. The differences 

between these two conditions may be distinguished by clinical examination. The 

history of vision loss in Foster Kennedy Syndrome may be presented as progressive 

while fellow eye most likely to be asymptomatic, while in Pseudo-foster Kennedy 

sudden vision loss most likely happened in two separate acute attacks. Foster 

Kennedy Syndrome may also present sign and symptoms of increased intracranial 

pressure, such as headache, diplopia, nausea, and vomiting. Olfactory nerve 

examination is also vital in differentiate these two conditions as frontal lobe tumor 

may cause olfactory nerve compression. Neuroimaging such as magnetic resonance 

imaging (MRI) or Computed Tomography Scan (CT-Scan) is mandatory in 

eliminating the existence of any intracranial lesions.3-6 

     Our case is an example of Pseudo-Foster Kennedy Syndrome as the absence of 

mass or compressive lesions have been proven by magnetic resonance imaging 

result. Based on the anamnesis and clinical examinations, the patient also has no 

intracranial pressure sign and symptoms and olfactory nerve disturbance. After 

ruled out the probability of intracranial mass, the differential diagnosis of pale optic 

nerve with contralateral optic nerve head edema may include anterior ischemic 

optic neuropathy, optic neuritis, chronic unilateral optic atrophy, pachymeningitis 
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that related to microvasculitis, idiopathic intracranial hypertension, or unilateral 

optic nerve hypoplasia. In this case optic neuritis can ruled out by the absence of a 

central scotoma on the visual field testing, atypical age of onset, and lack of any 

demyelinating lesions on the head MRI. While other aetiologies were eliminated 

due to unsignificant clinical symptoms related to the diseases. 3-6 

     After establishing the diagnosis of AION, further recommendation is to 

determine whether the patient had the nonarteritic or arteritic form of AION. To 

differentiate with AAION, erythrocyte sedimentation rate, C-reactive protein 

(CRP), and platelet needs to be examined, especially if the patient is also 

complaining of headaches or other symptoms of giant cell arteritis (GCA). In 

patient with abnormal ESR or CRP level, systemic steroid need to be given and 

temporal artery biopsy should be performed within two weeks. In this case, it is 

suspected that papilledema was associated with uncontrolled systemic condition 

while disc pallor in fellow eye was secondary to ischemic optic neuropathy that 

priorly happened. The clinical symptoms suggestive for AAION such as headaches, 

jaw pain, scalp tenderness, fever, fatigue was absent, so further examination is 

focused on finding underlying systemic condition related to NAION.3-6 

     Nonarteritic anterior ischemic optic neuropathy (NAION) is the most common 

form of AION which accounting for 90-95% cases. NAION most frequently 

occurred in middle-aged patients with men and women proportion affected equally. 

Incidence NAION is 2.3 to 10.2 per 100 000 persons in the United States. As the 

involvement of contralateral eye, as it is reported by IONDT, bilateral NAION 

showed in 14.7% of patients after a median follow up of 5 years. The clinical 

findings may include swollen nerve, hyperemic edema with disc hemorrhage, 

segmental pallor, and attenuated blood vessels. The exact pathophysiology for 

NAION based on past studies have identified vascular risk factors such as 

hypertension, hyperlipidemia, Diabetes Mellitus (DM), and smoking. Ali et al. 

showed that DM, hypertension, and dyslipidemia are associated with NAION in 

younger patients less than 50 years of age than the older. In this case report, the 

patient has been identified risk factors associated with NAION such as 
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hypertension, DM and dyslipidemia, which may also contribute to pathomechanism 

in his related condition.1,2,8-10 

     The underlying mechanism of the positive correlation between Diabetes 

Mellitus and NAION are still on debate. Optic neuropathy has been reported to 

occur in 63% patients with DM patients in less than 10 years. Many studies reported 

that a reduced optic nerve head blood flow indicating the insufficient circulation, 

which may be happened due to pathologic condition caused by Diabetes Mellitus. 

Hyperglycemic can promote vasostatic perfusion deficiency by multiple 

biochemical abnormalities resulting in cellular damage such as the vascular 

endothelium and pericytes, abnormal hemodynamics and autoregulation. The 

hyperglycemia also may lead to leukocytosis that predisposes to capillary 

occlusion. These changes make the optic nerve prone to perfusion deficiency, and 

result in development of NAION if hyperglycemia is not properly managed. As the 

patient came with unknown history of diabetes mellitus, the laboratory result show 

that the patient has hyperglycemia with fasting glucose 290 mg/dl and two hours 

post prandial 440 mg/dl. HbA1c level also increased with 8,6%. High HbA1c 

indicated the poor metabolic control of this patient. Study showed that poor 

metabolic control (HbA1c >8%) represent 63 (71%) patients with optic neuropathy. 

This patient probably has a chronic condition of hyperglycemia which may promote 

the damage to the optic since his condition left unmedicated.2,8-12  

     Nonarteritic anterior ischemic optic neuropathy typically presents painless, 

although based on Ischemic Optic Neuropathy Decompression Trial (IONDT) some 

form of periocular discomfort has been reported in 8%-12% and 10% reported 

minor ocular discomfort. Vision loss is usually less severe than in AAION (visual 

acuity >20/200 in >60% of cases). The optic disc swelling in NAION may be 

diffuse or segmental and hyperemic or pale. The disc swelling may or may not be 

accompanied by peripapillary hemorrhages. Macular edema and exudates are less 

common. The most common pattern of visual field loss is altitudinal or segmental 

defect, but any pattern can be seen. In this patient, most of the sign and symptoms 

including the funduscopy and OCT are correlated with NAION unless the 
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Humphfrey visual field 30.2 examination which has low test reliability, but it 

revealed superior altitude on both eyes.2,8-10  

     It is recommended that most important management in NAION is modification 

of vascular risk factors. Based on prior studies, no other interventions, including 

optic nerve sheath fenestration, steroids, aspirin, or intravitreal injections of anti–

vascular endothelial growth factor medications, have proved effectively. The 

Ischemic Optic Neuropathy Decompression Trial failed to show any benefit of 

surgery in NAION. However, on one study have reported that oral corticosteroids 

gave some improvement in visual acuity and visual field in treated versus untreated 

cases, specifically in acute onset. One study examined treatment of patient NAION 

with oral prednisone, 80mg daily for 2 weeks, followed by a slow taper over several 

weeks. This retrospective evaluation of almost 700 patients showed improvement 

in visual acuity of 20/70 or worse.8-12 

     Some studies also reported the beneficial effect on medical therapies of NAION 

such as aspirin and neuroprotective agents. A retrospective case-controlled study 

showed that there was no improvement in the final visual outcome in those treated 

with aspirin, as follow-up suggested that aspirin did not influence the rate of 

recurrence. The large retrospective study suggested a possible short-term benefit of 

aspirin but lacks a long-term benefit in reducing the risk of NAION in the fellow 

eye. Despite sufficient evidence of long-term benefit of aspirin, many still 

recommend it following the initial NAION because of the vasculopathic risk factors 

associated with NAION. A study found a 3.35 times increased risk of developing 

an ischemic stroke in patients with NAION. In addition, neuroprotective drugs have 

demonstrated beneficial effect against secondary neuronal degeneration in animal 

models of ischemic retinal ganglion cell damage and optic nerve crush injury. In 

this study, the patient was treated with neuroprotective drugs and for his underlying 

systemic condition, the patient was treated with Aspilet, Atorvastatin, Metformin 

and Glimepiride. This patient does not treat with any corticosteroid, because of 

uncontrolled DM as it is believed glucocorticoids has negative effect that induced 

hyperglycemia and dyslipidemia.8-13 
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     NAION generally remains stable, as most of the cases show no significant 

improvement or deterioration over time. Stabilization of vision usually reported 

within 2 months. Further deterioration or spontaneous improvement of visual acuity 

after reaching the low point of visual function within 1 to 2 months is rare. The 

optic disc will become visibly atrophic, either in sectoral or diffuse pattern usually 

within 4 to 6 weeks. Persistent of edema during follow up may need prompt 

consideration for alternate diagnosis. However, there have been some case reports 

of patients who were initially diagnosed with bilateral sequential NAION and later 

proved to have a compressive lesion with development of neurologic symptoms. 

Follow-up is essential as some studies reported that the patient need to be observed 

for the affected optic nerve for four to eight weeks to be sure that the swelling is 

resolving and is being replaced by pallor.8-12 

     The prognosis of this patient, quo ad vitam dubia due to his recent diagnosis of 

diabetes mellitus. Further general examination is needed since Diabetes Mellitus 

can lead to potential complications that include heart disease, stroke, or kidney 

damage. Quo ad functionam on left eye was dubia, due to untreated NAION which 

expectantly will remains stable after reaching the low point of visual function while 

right eye is ad malam because of optic atrophy. Quo ad sananctionam is dubia ad 

bonam since recurrent of visual loss in the same eye after 3 months are unusual in 

NAION.8-11 

 

IV. Conclusion 

     The differential diagnosis of pale optic nerve with contralateral optic nerve head 

edema is broad. Most commonly, Pseudo-foster Kennedy Syndrome may occur due 

to uncontrolled systemic disease. The diagnosis can be established based on the 

medical history, local and general clinical and paraclinical examination including 

neuroimaging and a laboratory workup. As hypertension, dyslipidemia, and 

diabetes mellitus play a significant role in pathogenesis of ischemic optic 

neuropathy, systemic regulation is mandatory since this disease may occur due to 

uncontrolled underlying disease. 
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