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A rare cause of vision loss in developed Nutritional optic neuropathies remain a
countries is nutritional optic neuropathy. The challenging diagnosis as their discovery relies
typical presentation includes painless, bilateral, largely on history and not on ophthalmic exam.
symmetric vision loss, central or cecocentral Visible sequelae from this disease often
scotoma, and reduced color vision. Fundoscopy develop late in its course. It often coincides with
is often normal early in the disease course and " : other causes of optic neuropathy such as toxic
may eventually demonstrate optic nerve pallor. - or hereditary causes and thus the differential
The most common etiologies including vitamins should remain broad on initial assessment and
B1, B2, B3, B6, B9, B12, and Copper (1). A include a full neurologic evaluation, brain and
nutritional optic neuropathy should be orbit imaging, lab work for toxic sources and
suspected in patients with limitations in their nutritional deficits, and possible genetic testing
diet, such as in chronic, frequent alcohol use, or (1). The mechanisms of nutritional optic

in those who many not absorb nutrients neuropathies have not been fully elucidated,
effectively, such as those with bariatric surgery, Figure 1. Temporal pallor of both optic nerves however the common pathway seems to be
chronic diarrhea, pernicious anemia, etc (2). linked to oxidative stress (3). Prognosis is
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Vitamin panel sent — thiamine (Vitamin B1)
deficient 54.2nmol/L (normal 66.5-200nmol/L).

Patient started on thiamine replacement ;
intramuscularly and then 100mg daily. This study was funded in part

T _ o ! by unresticted grants from

Three months following initiation of thiamine w 2ox w022 361dEp<i% B ) Research to Prevent Blindness,  Regearch to

. . . P 20% P -2 teual Acur . : X gBP-05% i Inc. New York, New York and ~Prevent

replacement, vision improved to 20/200 OD Peisines SSene fos L st o i Z = umtds Horminl e 3 Lions District 20-Y1, Syracuse, B":“a’::sts
1 . . . L. . v ege ge N New York. No other significant

s.C., 20/150 OS s.c. and there was a drastic Figure 3. A. Humphrey Visual Field (HVF) 24-2 at original presentation. B. HVF one month after initiating | : -

financial interests or _~
improvement of her visual fields (figure 3). thiamine replacement. C. HVF three months following initiation of thiamine replacement. h

SUPPORTED BY

relationships to disclosure

2018 Harris



