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A Case of Opsoclonus-Myoclonus Syndrome Associated with Mycoplasma Infection and a Satisfactory Outcome
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Opsoclonus-myoclonus syndrome (OMS) is a rare acquired movement disorder characterized by chaotic, sac-
cadic, high-amplitude, multidirectional, involuntary eye movements and is usually associated with myoclonus af-
fecting the head, trunk, and limbs, and signs of cerebellar ataxia. Although the exact pathogenesis remains un-
known, there is strong evidence for a paraneoplastic or parainfectious immune process resulting in central nerv-
ous system dysfunction. We report a 4-year-old girl who had a Mycoplasma infection and developed OMS. She had
an elevated particle agglutination (PA) antibody titer for Mycoplasma. Although the IgG index was high, the My-
coplasma complement fixation (CF) antibody titer in the cerebrospinal fluid (CSF) was less than quadruple. How-
ever, anti-GluR-82 was detected in the CSF. There is no standard treatment for OMS. We believe that immuno-
globulin therapy has some therapeutic efficacy. Additional methylprednisolone pulse therapy was given with the
expectation of further improvement. As a result, the patient’s ill temper and opsoclonus improved remarkably.
Thyrotropin-releasing hormone therapy effectively treated the remaining ataxia and marked hypotonia in the
chronic stage of OMS. The acute- and chronic-phase treatments given to this patient were very satisfactory.
Therefore, we think that they are worth considering as therapy for OMS. There is no report of a patient with
Mycoplasma infection developing OMS in early childhood. To clarify whether her benign course was due to the
Mycoplasma infection and whether the duration of treatment in younger patients is longer than in the elderly, we
should collect infantile cases of Mycoplasma infection-associated OMS.

Key Words: Opsoclonus-myoclonus syndrome, Mycoplasma, immunoglobulin therapy, methylprednisolone pulse
therapy, thyrotropin-releasing hormone therapy
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Fig. 1 Opsoclonus and the therapeutic effect on cerebellar ataxia.
a) Opsoclonus is characterized by multidirectional, chaotic eye movements.
b) Sitting without support was acquired after two rounds of methylprednisolone pulse
therapy.
c) Normal gait with a proper posture at 4 years of age.
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Fig. 2 TC-99m HMPAO brain SPECT imaging shows hypoperfusion (arrow) in the right
frontal cortex (a), bilateral anterior cingulate cortex (a), and right cerebellum (b) before
treatment. After three rounds of methylprednisolone pulse therapy, the hypoperfusion

improved (c, d).
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Fig. 3 Clinical course of this case.
YGlb, Y-globulin; mPSL, methylprednisolone; PSL, prednisolone; DQ, developmental quotient;

1Q, intelligence quotient.
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