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Leber’s Hereditary Optic Neuropathy: a Case Report
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Aims One of the most prevalent mitochondrial genetic diseases is Leber disease. Most of
the patients are with the bilateral ocular involvement, simultaneously in 25% and one after
another in 75% of the patients with an average of 8-week involvement distance between two
eyes. The aim of the study was to report a rare case of Leber disease with 11-year engagement
distance between two eyes.

Patient Profile A 38 years old male patient, who had been hospitalized in autumn 2012 in
Beheshti Hospital in Kashan, Iran, due to his left-eye vision loss, was studied. One day before
referring to the hospital, his left-eye vision had gradually blurred, only could perceive light.
The patient were with HBs Ag positive (Carrier), and was hypertensive from about one year
before hospitalization. Based on the ophthalmoscopy results, the right-eye disc was lost and
the left-eye disc was pale.

Findings At first, the patient received methylprednisolone pulse therapy, while no treatment
response was observed after a 2-week therapy. Based on the genetic assessments of
peripheral blood cells, the homoplastic 14233 mutation was diagnosed, confirming the
clinical suspicion of Leber disease (LHON). The patient received 100mg a day Q10 coenzyme
and multivitamin.

Conclusion The diagnosis of Leber hereditary optic neuropathy should be noticed in young
men with bilateral optic atrophy.
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