AW\ EHE A28 A2
The Seoul Journal of Medicine
Vol. 24, No. 2, June 1983

) RS o] A HsliA

Electroencephalographic Abnormalities in Pervasive
Developmental Disorder
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Table 1. Types of pervasive developmental disorder
(P.D.D.)

Infantile Autism Childhood P.D.D.

Primary 18
Secondary 11 2
29 11
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Table 2. EEG ﬁndmgs of P.D.D.

Infantile Childhood
Autism(29) __BD.D.a
primary secondary primary secondary
— s a1 (9) -
Normal EEG 10 1 4 0
findings
Abnormal EEG 8 10 5 2
findings

minimal focal slowing, extreme spindling, ill-defined
sharp wave ¥ 18 asymmetric fast
o] ¢l=d], o] % fourteen-six

Aagelol A vrhve Fgad
28 7T A A 4000 3 2590 (62.5% ) A Hw
MHATH 2 ®al U}(iﬁ: 2).

activity %9
o) 4g woli: Hew

positive spikes®= : I

EEG in pervasive developmental disorder—
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Table 3. Types of EEG abnormulitics
Infantlle Autlsm Chlldhood P.D.D.
- — - : — total
pnmary secondary primary secondary

Number of subjects 18 11 9 2 40
Number of subjects with

abnormal EEG(%) 8(44% 10(90%) 5(55%) 2(100% 25(62.5%)
Abnormal EEG findings

Focal slowing only 2 1 4 7

Focal spike only

Paroxysmal spike & wave only

Sharp wave only 1 1

Slowing plus focal spike 4 1 5

Slowing plus focal spike & PSW 1 4

Slowing plus sharp wave 3 1 4

Extreme spindle 1 1 2

Asymmetric fast activity 1 1 2
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—ABSTRACT—

Electroencephalographic Abnormalities
in Pervasive Developmental Disorder

Kwang Wo Lee,* Ho Jin Myung*
and Kang-E M. Hong
Departments of Neurology* and Pediatric Psychiatry,
College of Medicine, Seoul National University

© The recordings of electroencephalography of forty
subjects with pervasive developmental disorder were
analyzed. The subjects consisted of twenty nine
infantile autisms and eleven childhood onset perva-
sive developmental disorders.

Among the forty subjects, twenty five(62.5%) had
abnormal electroencephalographic findings. There was
no significant difference in the rate of abnormal
electroencephalographic findings between infantile
autism(62.0%) and childhood onset pervasive deve-
lopmental disorder(63.7%).

abnormal findings were irregular focal slowings,

The most frequent

best seen during light sleep electroencephalography.
Of forty subjects, twenty(50%) had focal slowings,
either alone or with other components such as focal

spike, focal sharp wave or paroxysmal spike and

452) ol 4 sk aA—

wave complexes. The paroxysmal spike and wave
plus independent spikes were seen in four (1095) of
forty subjects, who had the history of epileptic
seizure previously.

It was noted that infantile autism and childhood
onset pervasive developmental disorder showed diff-
erences in severity and content of the abnormal
findings, although they were not different in the
incidence of abnormal electroencephalography. The
former was read more severe and irritative than the
latter.

In view of the above findings, it is suggested that
organic brain dysfunction seccms to be one of the
important eticlogical factors in pervasive developme
ntal disorder and the electroencephalography proves
to be an essential tool to assess pervasive develop-

mental disorder- children.
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