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THE CORRELATION BETWEEN ONTOGENESIS OF PLASMA
DOPAMINE-B-HYDROXYLASE ACTIVITY AND
PSYCHOPATHOLOGY IN INFANTILE AUTISM

Soo Churl Cho. M.D.. Yoo Hun Suh. M.D.. Hun Sik Kim, M.D.
Department of Psychialry, Seoul Natiwonal University College of Medicine, Seoul

Plasma dopaminc-B-hydroxylase(DBH) activity was measured in 37 autistic disorders,
26 atypical pervasive developmental disorders and 23 controls, to clucidate the biological
ctiology in pervasive developmental disorders.

The results are summarized as follows :

1) In the autistic group. the mean plasma DBH activity was significantly clevated compa-
red to the atypical and control groups.

The mean plasma DBH activity was also significantly elevated in pervasive developmental
disorders(autistic disorder+ atypical developmental disorder) compared to control group.

2) In the atypical and control groups. the DBH activity significantly increased with age.
but in the autistic group, the DBH activity was not significantly correlated with age.

3) No significant correlation was found between the DBH activity and the severity of
psychopathology.

These findings support the hypothesis of a possible involvement of brain catecholamine
dysfunction in the production of autisitic symptoms, and this dysfunction might be due
to the abnormal ontogenetic process of DBH activity in autistic disorders.




