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Fig. 1 Findings of physical examination on admission.

(A and B) Oral findings. Multiple aphthous stomatitides were present in the patient’s (A) buccal mucosa and (B) tongue (black arrows). (C-H)

Bilateral iris, slit-lamp microscope (upper panel), and fundus (lower panel) photographs on admission. Bilateral active uveitis with acute retinal

necrosis. (C and D): Conjunctival hyperemia was present. (E and F): Inflammatory cells, corona flare, and keratic precipitate (white arrows)

were observed in anterior chambers by slit-lamp microscope. (G and H): Moderate vitreous opacity and acute retinal necrosis without

intraretinal hemorrhage were observed. Fig. 1 is published with patient’s permission.
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M - b3 - WBC: 4,700/w, RBC: 353 x 10%ul, Plt:
16.3 x 10%u/, ESR 6.0 mm/h, CRP 0.02 mg/dl, PT 124 %
(PT-INR 1.05), APTT 23.9 # (APTT-C 28.2), D-dimmer
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(FLie 5 0.0~1.9) & EA %307z, i PCR Tik HSV, VZV
EDIBEMTH o7z, MiER-D V' VH v <6.0 pg/ml, FEHHE
BRI v ¥ — 7 0 vy EARE (ELISPOT) ZEETH -
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Fig. 2 MRI on admission.
(A-C) Fluid Attenuated Inversion Recovery (FLAIR) images were not significant. TE = 127.0 msec, TR = 8,000 msec. On gadolinium

contrast-enhanced T, weighted images, the lesions with amorphous and pathy enhancement (arrow) were present in (C, D) the subcortical

white matter of the cerebellar, (B) left temporal lobe, and (C) basal ganglia of the right hemisphere. TE = 5.2 msec TR = 11.69 msec.
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Fig. 3 Clinical course.

Clinical symptoms were improved rapidly after intravenous methylprednisolone (IVMP). Patient’s symptom were remission in 6 month after

disease onset by maintaining the prednisolone. Although abnormality in cerebrospinal fluid (CSF) was prolonged a long time even with anti-

viral treatment targeting varicella-zoster virus during the clinical course, the elevation of IL-6 in CSF was improved markedly after IVMP
without recurrence. RFP: rifampicin, INH: isoniazid, EB: ethambutol, PZA: pyrazinamide, CTRX: ceftriaxone sodium hydrate, ACV: acyclovir,
VACYV: valacyclovir, IVMP: intravenous methylprednisolone, PSL: prednisolone, IL-6: interleukin 6.
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Abstract

A case of neuro-Behcet’s disease triggered by herpes zoster-associated uveitis

Naoki Okamoto, M.D.", Nobuhiro Ogawa, M.D., Ph.D.?, Akihiro Kitamura, M.D., Ph.D.",
Isamu Yamakawa, M.D., Ph.D.”, Hyoh Kim, M.D., Ph.D.” and Makoto Urushitani, M.D., Ph.D."?

U Department of Neurology, Shiga University of Medical Science

A 69-year-old man was admitted for persistent fever, arthralgia, and visual impairment. Physical examination
demonstrated bilateral uveitis and recurrent aphthous stomatitis. The PCR analysis of the aqueous humor of the anterior
chamber was positive for the Varicella-zoster virus (VZV). Although no neurological defect was evident, the
cerebrospinal fluid contained elevated monocytes but was negative for VZV-PCR. Brain MRI revealed Gd-enhanced
lesions in the subcortical white matter, basal ganglia, and cerebellum. With his positive HLAB51, he was diagnosed with
neuro-Behcet’s disease (NBD) and was successfully treated with high-dose prednisolone. Although the pathogenesis of
Behcet’s disease is still unknown, the involvement of viral infection is reported. The present case implies that NBD
could be triggered by herpes zoster virus associate-uveitis; the accumulation of such cases would help clarify the
pathogenesis of Behcet’s disease.

(Rinsho Shinkeigaku (Clin Neurol) 2021;61:640-645)
Key words: varicella-zoster virus, neuro-Behget’s disease, hilateral uveitis, recurrent aphthous stomatitis




