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Pseudo-Foster Kennedy syndrome due to  

Uncontrolled Diabetes Mellitus 

 
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. This occurs typically due to bilateral optic neuritis or ischemic optic 
neuropathy (ION). Diabetes Mellitus (DM) play significant role in pathogenesis of ION 
which may predispose to optic nerve infarction. 
Purpose:  
To report a case of Pseudo-Foster Kennedy syndrome due to uncontrolled DM 
Case Report: 
A 43-year-old male patient came to Cicendo Eye Hospital with a chief complaint painless 
sudden visual field loss on right eye (RE) since 1 week before admission. He has a history 
of uncontrolled DM since 8 years ago. Visual acuity of the RE was 0.8 and Left Eye (LE)  
was 0.8.  He has relative afferent pupillary defect (RAPD) grade 1 on RE. The funduscopy 
examination revealed optic disc swelling, peripapiller haemorrhage  on RE and optic disc 
pallor on LE. Laboratory examination revealed hyperglycemia, dyslipidemia, and 
hypercoagulable state. Humphrey’s visual field (HVF) 30-2 examination revealed inferior 
altitude on both eyes. Optical coherence tomography (OCT) showed retinal nerve fiber 
layer (RNFL) thickening on RE and RNFL thinning on LE. Macular OCT revealed within 
normal limit.  
He had treat at cicendo eye hospital with the same problem on the LE 1,5 years ago. Visual 
acuity on the RE was 1.0 and LE was 0.8. Funduscopy examination revealed optic disc 
swelling on LE. OCT examination revealed RNFL thickening in superior, inferior and 
temporal LE. Visual field examination showed arcuate inferior in LE. Patient was 
diagnosed as Pseudo-Foster Kennedy Syndrome  due to recurrent nonarteritic anterior 
ischemic optic neuropathy (NAION) with DM with dyslipidemia.  
Conclusion: 
Systemic regulation is required because recurrence of NAION can occurs due to 
uncontrolled underlying disease. 
 
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 ION.1,2 

     Ischemic optic neuropathy can 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 ION 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 NAION. Hypertension and DM play a 
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significant role in pathogenesis of ION which may predispose to optic nerve 

infarction. The disorder commonly occurs in 40-65 years  age group.2-5 

    Nonarteritic anterior ischemic optic neuropathy patient symptoms are acute, 

painless unilateral vision loss that is often described as a blurring or cloudiness of 

vision, commonly at inferior. Patients with NAION report loss of vision that occurs 

hours to days. Headache or periocular pain is reported in 8-12% of patients, which 

can make it difficult to differentiated from optic neuritis. Management of the 

patient's condition included control of hypertension and DM.1-3 

     This case is about Pseudo-Foster Kennedy Syndrome which secondary to 

NAION and associated with uncontrolled DM.  

 
II. Case report 
 
     A 43-year-old man came to Cicendo Eye Hospital on December 15th,2017 as 

initial assessment with a chief complaint of sudden painless visual field loss on RE 

since 1 week before admission. He has a history of DM since 8 years ago but he did 

not take any medication routinely. He also has history of dyslipidemia and 

hypercoagulable state since 1,5 years ago. The history of hypertension, smoking, 

long-term medication were denied.  

     He came to cicendo hospital on june 15th, 2016 (about 1,5 years before) with the 

same problem on LE. The patient taking herbal medicine for DM treatment. He was 

diagnosed with NAION on the LE + DM + dyslipidemia + hypercoagulable state. 

The patient is consulted to the Internist for systemic regulation, citicoline 1x1000 

mg, artificial tears eye drop 4xRLE, aspirin 1x80mg. co-Enzym Q10 10 3x1tab. 

Prognosis dubia ad malam.  

     Initial assessment on December 15th,2017, the general examination patient was 

blood pressure 125/80 mmHg, heart rate 80 beat per minute, respiration rate 18 beat 

per minute, and normal body temperature. Ophthalmology examination revealed 

visual acuity of the RE was 0.8 and LE was 0.8. The eye position was orthotropia. 

There were no limitation nor pain on gaze movement. The ocular pressure on both 

eyes were 13. Anterior segment examination was within normal limit on both eyes, 

except RAPD grade 1 on RE. The funduscopy examination and fundus photography 
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revealed optic disc swelling, peripapiller haemorrhage  of RE and optic disc pallor 

of LE. (figure 2.1).  

 

 
Figure 2.1 Initial Fundus Photography examination on December 15th 2017  

showed optic disc swelling, peripapiller haemorrhage of RE and  
optic disc pallor of LE 
source: Cicendo Eye Hospital 

 
     Past history examination on june 25th 2016, general examination within normal 

limit. Ophthalmology examination showed visual acuity on the RE was 1.0 and LE 

was 0.8. The anterior segment examination was found RAPD gr 2 on LE. Ishihara 

examination 38/38 on both eye. Examination of amsler obtained scotoma on the 

inferior part of the LE. Funduscopic examination and fundus photography revealed 

Optic disc swelling. (figure 2.2).  

 

 
Figure 2.2 Past history Fundus photoghraphy examination on Juni 15th,2016  

within normal limit of RE and optic disc swelling of LE 
source: Cicendo Eye Hospital 
 

     Initial assessment on December 15th,2017, Humphrey’s visual field 30.2 

examination revealed inferior altitude on both eyes. (figure 2.3). Laboratory test 

showed borderline LDL cholesterol (150 mg/dl), low HDL cholesterol (30 mg/dl), 
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high fasting glucose (226 mg/dL), high post prandial glucose (405 mg/dl), high 

HbA1c 9.8% and thrombosit hiperagregation.  

 

 
Figure 2.3 Initial Humphrey 30-2 examination on December 15th,2017  

     showed inferior altitude on both eyes 
       source: Cicendo Eye Hospital 
 
     Initial assessment of the OCT on December 15th,2017 revealed diffuse RNFL 

thickening (310 µm) on RE and RNFL thinning (89 µm) on LE (figure 2.4). Macula 

OCT revealed within normal limit (figure 2.5). 

 

 
Figure 2.4 Initial OCT examination on December 15th,2017 showed diffuse 

 RNFLthickening (310 µm) and RNFL thinning (89 µm) 
 source: Cicendo Eye Hospital 



	

	

5	

 
Figure 2.5 Initial Macula OCT examination on December 15th,2017  

       showed within normal limit 
         source: Cicendo Eye Hospital 
 
     Past history examination on Juni 16th, 2016, perimetri on RE within normal limit 

and LE was arcuate inferior. Laboratory test showed, high cholesterol (223 mg/dL), 

high trigliseride (201 mg/dL), high LDL cholesterol (165 mg/dL), high fasting 

gulocose (205 mg/dL), high 2 hours after meal glucose (268 mg/dl), high HbA1c 

(8.3%). OCT examination revealed RNFL thickening in the superior, inferior and 

temporal of the LE. (figure 2.6). Macula OCT within normal limit. (figure 2.7) 

 

 
Figure 2.6 Past History OCT examination on Juni 15th,2016  

within normal limit of RE and  RNFL thickening  
in the superior, temporal inferior of the LE 
source: Cicendo Eye Hospital 
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Figure 2.7 Past history Macula OCT examination on Juni 15th,2016  

       within normal limit of both eyes 
        source: Cicendo Eye Hospital 
 
     The patient was diagnosed as Pseudo-Foster Kennedy syndrome due to recurrent 

NAION + DM + dyslipidemia. Management of this patient is systemic regulation 

such as control blood sugar, cholesterol and medication routinely. The patient was 

treated with citicoline 1x1000 mg per oral (PO), co-enzyme Q10 3X1tablet PO, 

mecobalamin 1X500mg tab PO, aspirin 1x 80mg PO, artificial tears eye drop 4x1 

drop on RLE. The prognosis quo ad vitam is dubia, quo ad functionam  is dubia ad 

malam.  

  
III. Discussion 
 
     Nonarteritic anterior ischemic optic neuropathy  is the most common acute optic 

neuropathy among individuals older than 50 years of age. Incidence NAION is 2.3 

to 10.2 per 100 000 persons in the United States. The exact pathophysiology of 

NAION remains unknown but past studies have identified vascular risk factors 

associated with NAION, such as hypertension, hyperlipidemia, DM, and smoking. 

Ali et all showed that DM, hypertension, dyslipidemia are more associated with 

NAION in younger patients less than 50 years of age than the olders.4-7 

     In this case, a 43 year old male patient with history of DM since 8 years ago and 

dyslipidemia since 1,5 years ago. This patient has been identified risk factors 
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associated with NAION such as DM and dyslipidemia. 

      Nonarteritic anterior optic neuropathy present with loss of vision occurring over 

hours to days. The progressive form has been reported in 22%-37% of NAION 

cases. NAION typically presents painless, although some form of periocular 

discomfort has been reported in 8%-12% in the Ischemic Optic Neuropathy 

Decompression Trial (IONDT), 10% reported minor ocular discomfort. Vision loss 

is usually less  severe than in AAION (visual acuity >20/200 in >60% of cases).5.8 

     In This patient with a chief complaint of sudden visual field loss on RE since 1 

week before admission. He didn’t complained ocular pain nor periocular 

discomfort. Visual acuity of the RE was 0.8 and LE was 0.8.  

     This patient has RAPD grade 1 on RE because an ipsilateral RAPD will be 

present in unilateral or bilateral but asymmetric 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. These was similar to our findings in this funduscopy 

examination as optic disc swelling, peripepiller haemorrhage  on RE and optic disc 

pallor on LE. 2-4 

      This patient 1.5 years ago had been came to Cicendo eye hospital with the same 

problem on the LE. Visual acuity on the RE was 1.0 and LE was 0.8. The anterior 

segment examination was found  RAPD gr 2 on LE. Ishihara examination 38/38 on 

both eye. Examination of amsler grid obtained scotoma on the inferior part of the 

left eye. Funduscopy examination revealed Optic disc swelling. The optic disc 

usually becomes visibly atrophy within 6-8 weeks. Recurrent of NAION may 

involve the fellow eye 14,7% of patients after 5 years.2,3,4,9 

     Laboratory test for 2 different time in this report confirmed that the patient had 

DM, Hyperlipidemia and hypercoagulable state. Initial assessment showed HbA1c 

9.8% and  past history was HbA1c 8.3%, this indicated the poor metabolic control 

of this patient. Poor metabolic control (HbA1c >8%) represent 63 (71%) patients 

Optic neuropathy.7 

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

but any pattern can be seen. In this patient, Humphfrey visual field 30.2 
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examination revealed inferior altitude on both eyes and 1.5 years ago revealed 

within normal limit on the RE, arcuate inferior on the LE.  

     Initial Optic disc OCT examination revealed diffuse RNFL thickening on RE 

and RNFL thinning on LE. OCT examination 1,5 years before revealed RNFL 

within normal limit of RE and RNFL thickening in the superior, inferior and 

temporal LE. The optic disc swelling in RE and pallor optic disc in LE have been 

set in due to poor glycemic control and there is recurrence of NAION. These signs 

and symptoms was indicated that there was pseudo-Foster Kennedy due to NAION.       

     Occurrence in the second eye produces the clinical appearance “pseudo-Foster 

Kennedy syndrome” in which the previously affected disc is atrophy and the 

currently involved swelling. Both eyes show visual field loss characteristic of 

NAION. This is contrast to the True-Foster Kennedy syndrome, secondary to 

intracranial mass, in which 1 disc is atrophic because of chronic compression by 

the mass, whereas the other disc is edematous because of elevated Intra cranial 

pressure. This syndrome must be differentiated from True-Foster Kennedy 

Syndrome which has similar funduscopy characteristic. True-Foster Kennedy 

Syndrome caused by an intracranial lesions such as meningioma at frontal lobe, 

sphenoid wing or olfactory groove regions. Neuroimaging should be performed in 

all suspected cases.2-4,10 

     The underlying mechanism of the positive correlation between DM and NAION 

are yet unknown. Many studies found a reduced optic nerve head blood flow in the 

NAION patient, indicating the insufficient circulation may be the pathologic factor. 

Hyperglicemic 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 leads to leukositosis that predisposes to capillary occlusion. 

These changes in DM make the optic nerve prone to perfusion deficiency, and result 

in development of NAION if hyperglycemia is not properly managed. Optic 

neuropathy in 63% DM patients occur less than 10 years.6,7  

     The onset of NAION in this patient occurred after 8 years since diagnosed with 

DM and he did not take any medication routinely, then recurrent NAION in 1.5 
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years.  

     There is no proven effective therapy for NAION. Medical therapies of NAION 

such as aspirin, steroids, and neuroprotective agents.8 

     He is treated with Aspirin 1x80 mg and he was treated with aspirin 1x 80mg but 

the patient did not comply with the recommendation despite being notified of the 

purpose of aspirin as prevention of recurrence in the fellow eyes. A retrospective 

case-controlled study showed no improvement in the final visual outcome in those 

treated with aspirin. The IONDT follow-up suggested that aspirin did not influence 

the rate of recurrence. The large retrospective study suggests 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.8.11 

     This patient is treated with citicoline 1x1000 and mecobalamin 1X500mg as a 

neuroprotective drugs. Neuroprotective drugs have demonstrated beneficial effect 

against secondary neuronal degeneration in animal models of ischemic retinal 

ganglion cell damage and optic nerve crush injury. Clinical studies unssuccesful in 

recruiting sufficient numbers of patients.8,9 

     This patient is also treated with co enzyme q10 3X1 tab because hyperglycemia 

can induced mitochondrial dysfunction.12  

     This patient does not treat with any corticosteroid, because of uncontrolled DM. 

Glucocorticoids has negative effect that induced Hyperglycemia and dyslipidemia. 

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 aquity of 20/70 or 

worse. In a case recurrent NAION due to diabetes mellitus had start medication 

with oral prednisone dose 1 mg/kg/day and control hypertension, DM, and 

hyperlipidemia by the internist. The fundus examination revealed optic atrophy in 

RE and sectoral optic disc swelling in LE. Follow up periods at 1,2, and 4 weeks, 
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the patient reported improved vision in LE. The visual acuity was 20/70 in LE and 

recovered to 20/40. Systemic regulation remains important in all cases.11,13 

     In this case prognosis quo ad vitam is dubia ad malam, quo ad functionam dubia 

ad malam. Nonarteritic anterior ischemic optic neuropathy under 50 years old with 

recurrent attacks and bilateral manifestations that led to loss of vision and visual 

field defects. The patients had also suffered from diabetes mellitus for a long time.14 

 
IV. Conclusion 

     Systemic regulation is required because recurrence of NAION can occurs due to 

uncontrolled underlying disease. 
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