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Abstract

The oscillatory potentials of electroretinogram have been known to deteri-
orate selectively even in early stages of diabetes.

The purpose of the present report was to study the relation between the
oscillatory potentials and the motor nerve conduction velocity and to find the
factors affecting the oscillatory potentials in diabetics.

Forty eight unselected diabetic patients, who were admitted to the First
Department of Internal Medicine, Kanazawa University Hospital, were investi-
gated. After 5 minutes of dark adaptation, the electroretinogram was obtained
using a contact lens electrode by the photic stimulator and recorded by means
of cathode-ray oscilloscope. The deterioration of oscillatory potentials was
judged by a reduction of amplitude or a prolongation of peak latency. The
ophthalmoscopy and the examination of motor nerve conduction velocity in the
median nerves were carried out as well.

The deterioration of oscillatory potentials, especially the reduction of those
amplitudes, was correlated with the decrease of conduction velocity. These
potentials were alsodeteriorated in 23 of 36 diabetics in Whom no visible diabetic
retinopathy had been detected ophthalmoscopically. Moreover, some of diabetics
without detectable diabetic microangiopathy, such as retino-and nephropathy
were found already have deteriorated oscillatory potentials as well as decreased
conduction velocities of the motor nerve.

It is suggested that one of the factors deteriorating oscillatory potentials
is the metabolic disturbance considered as an etiological factor in genesis of
the diabetic neuropathy, and that the alteration of oscillatory potentials can
be regarded as a sign of diabetic neuropathy.




