
Editorial

Dear Friends

Optic neuritis is the inflammation of the optic nerve, which leads to complete or partial loss of vision. The incidence has been 
reported to be ranging from 1.4 to 6.4 per 100,000 populations.[1,2] Female preponderance has been reported. Majority of the cases 
are idiopathic and among the known causes, demyelination associated with multiple sclerosis has been found to be the most 
common.[3] Optic neuritis is characterized by a triad of symptoms such as loss of vision, eye pain, and dyschromatopsia.[4] Optic 
coherence tomography and visual evoked potential detects the degree of axonal loss and myelin repair. The most reliable study to 
date regarding the long-term management of optic neuritis is  the optic neuritis treatment trial.[5] One significant conclusion from 
the trial was better response, faster recovery, and less recurrence after administration of intravenous steroids. Hence, intravenous 
corticosteroid followed by oral therapy forms the mainstay of treatment currently. Although clinical features of optic neuritis are 
characteristic in other population group, not much exist from the Indian population. Saxena et al., in this issue, has published 
a study related to optic neuritis in Indian population. This is a prospective study involving follow-up of patients for a period 
of 3 years. The major findings of this study include unilateral presentation with nearly half of the study population exhibiting 
papillitis; a lesser proportion with idiopathic and optic neuritis related to multiple sclerosis had good visual outcome. Although 
the study is limited by the fact that automated perimetry was not performed on study participants, it has shed light on the fact 
that, Indians are clinically diverse from other population in terms of clinical profile of optic neuritis. Although an earlier study[6] 
had indicated similar findings, this study reiterated the fact. 

Of the various retinal vascular disorders, diabetic retinopathy is the most common and retinal vein occlusion (RVO) ranks 
the second. Although the exact etiology of RVO is unknown, it mainly follows a thrombotic event. Studies have shown that 
hyperhomocystinemia is a risk factor for thrombosis.[7] A recent meta-analysis of data[8] from 600 patients compared with 700 
controls has concluded that RVO is associated with elevated plasma homocysteine levels, although studies with controversial 
results do exist.[9,10] A case-control study by Wadani et al., published in this issue, evaluates the above proposed hypothesis and 
found that hyperhomocystinemia is a risk factor for RVO. Of the various treatment options available for RVO, a paradigm 
shift from native procedures to the use of intravitreal injections of bevacizumab, antiangiogenesis agent, and triamcinolone, a 
potent corticosteroid, has been envisaged. Although, several studies from the West have established the efficacy of these agents 
in the management of RVO,[11-14] the obtained data is limited due to the fact that patients were followed only for a short time 
posttreatment. Even, a very recent systematic review of eight studies by Ford et al.,[15] regarding the management of macular edema 
in patients with RVO, concluded that although these agents are very effective, most of these studies followed up patients only 
for a short-term (maximum 12 months). Demir et al. compared intravitreal triamcinolone and bevacizumab and found significant 
improvement in the visual acuity and central macular thickness with both. Although the study is limited by a small sample size 
and being retrospective in nature, some of these patients were followed up for a longer time interval ranging between 30 and 
40 months, and hence, establishing the long-term safety of these agents. The authors suggest that the intravitreal bevacizumab 
may be considered superior than triamcinolone due to a better safety profile of the former. I am sure this issue will provide 
newer insights on a few retinal disorders and their management. This issue would definitely rule out all your visual perception 
pathology and keep your entire retina fully occupied. 

Happy reading!!!
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