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Pathophysiological research in Benign Adult Familial Myoclonus Epilepsy (BAFME)
~Investigation of the relationship between clinical and laboratory findings~
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Fig. 1 Histogram of the frequency of the posterior dominant rhythm (PDR) in 19 benign adult familial
myoclonus epilepsy (BAFME) patients and 38 age-matched control subjects. There was a clear
difference between the distribution of PDR frequency in BAFME patients and age-matched control
subjects. The PDR frequency was slower in BAFME patients than that in age-matched control

subjects.
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Fig. 2 Linear regression between age at the time of EEG recording and frequency of PDR in 19 BAFME
patients and 38 agematched control subjects. A simple regression curve for BAFME patients is
represented by the black line, and for age-matched control subjects by the grey dotted line. Open
circles indicate BAFME patients and crosses indicate age-matched control subjects. There was a
non-significant tendency for a slowing of PDR with age in both BAFME and age-matched control
subjects. Comparison of the gradients corresponding to PDR frequency relative to age between the
two groups revealed no significant difference. Definitions of PDR and BAFME are shown in the

legend for figure 1.
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Summary

Pathophysiological research in Benign Adult Familial Myoclonus Epilepsy (BAFME)
~investigation of the relationship between clinical and laboratory findings~

Takefumi Hitomi, Katsuya Kobayashi, Riki Matsumoto, Ryosuke Takahashi, Akio Ikeda

Introduction: Benign adult familial myoclonus epilepsy (BAFME) recently was reported to
have slowly progressive course. To clarify this point, we analyzed 1; maximum frequency of
posterior dominant rhythm (PDR) and 2; frequency of epileptiform discharges during awake
and sleep period.

Methods: 1; The PDR frequency in electroencephalography (EEG) in 19 BAFME patients
(50.6 £15.7 years) was compared with those in 38 age and gender-matched control subjects
(50.1=145 years). 2; In 6 EEG of 5 BAFME patients (49.6 =20.3 years), frequency of
epileptiform discharges during awake period was compared with those during sleep period.

Results: 1; The PDR frequency in BAFME (9.1+0.7 Hz) was significantly lower than that of
control subjects (105+0.9 Hz) (P<0.0001), regardless of the anticonvulsants usage. 2; The
frequency of epileptiform discharges during awake period (1.3+1.2/min) was significantly
higher than that during sleep period (0.02+0.04/min) (P<0.05).

Discussion: 1; These findings suggest that patients with BAFME have mild diffuse brain
dysfunction. 2; Reduction of epileptiform discharges during sleep was observed in BAFME,
which was similar to those in Unverricht-Lundborg disease. Taken all together, as for the brain
dysfunction and epileptogenicity, BAFME has mild but similar pathophysiological mechanism to
that of progressive myoclonus epilepsy.
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