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Optic Neuritis Accompanied by Optic Perineuritis after Peribulbar Retinalamin
Injection
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Purpose: To report a case of optic neuritis accompanied by optic perineuritis after retinalamin peribulbar injection.

Case summary: A 46-year-old Kazakhstan woman presented with sudden vision loss, headache, and pain in both eyes which
began 2 hours after the peribulbar injection of retinalamin approximately 10 days prior to her initial visit. At the initial visit, the
best-corrected visual acuity was light perception in both eyes. A fundus examination showed bilateral optic disc swelling and flu-
orescein angiography showed late-phase leakage around the optic nerve and optic nerve sheath enhancement. On brain mag-
netic resonance imaging, the tram track sign and donut sign were seen in both eyes. Steroid pulse therapy was started after the
diagnosis of optic neuritis accompanied by optic perineuritis. After 6 months, the patient’s visual acuity improved up to 0.8 in the
right eye and 1.0 in the left eye. The light reflex was recovered, the relative afferent pupillary defect decreased, and there was no
evidence of optic disc swelling.

Conclusions: When an unverified drug injection is performed (e.g., retinalamin), it could result in complications such as optic
neuritis and optic perineuritis from an allergic reaction or peribulbar injection trauma. In such cases, high-dose steroid pulse ther-
apy may be considered.
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Figure 1. Fundus fluorescein angiography (FAG) at late phase of both eyes and disc photography showing optic disc swelling. At
initial presentation, (A) hyperfluorescence and late staining of the lesions with leakage from the optic disc. (B) Disc photography
showing severe disc swelling. Three days after IV steroid pulse therapy, (C) decreased leakage from the optic disc and (D) clarified
the margin of optic disc.
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Figure 2. T1 post contrast fat suppression magnetic resonance images showing marked enhancement of the bilateral optic nerve
sheath, (A) “tram track” sign and diffuse enhancement of optic nerve (arrows). (B) “donut sign” sign around optic nerve (arrowheads)
(A, transverse view; B, coronal view).
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Figure 3. Retinal nerve fiber layer (RNFL) thickness measurement with OCT, fundus disc photography, late phase fluorescein an-
giography (FAG) and humphrey visual fields test. (A) At initial presentation, RNFL thickness values exceed normal limit of both
eye. The optic disc is swollen and margin of the optic disc is not clear. Late phase FAG showed leakage at optic disc. Visual field
showed total defect. (B) Six months after IV steroid pulse therapy, RNFL thickness decreased under the normal limits of both eye,
disc margin was finely defined but pale appearance at fundus photography and FAG. Visual field showed remained ceco-inferior
scotoma. S = superior; N = nasal; I = inferior; T = temporal; TS = superotemporal; NS = superonasal; G = general; TI = in-
ferotemporal; NI = inferonasal.
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