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Treatment of Attention deficit
hyperactivity disorder

Yi-Fen Lin, Chia-Hao Chen, L. F. Chen

Department of Pharmacy, Chi-Mei Medical Center, Tainan, Taiwan

Abstract

Attention deficit hyperactivity disorder (ADHD) is a genetically based
neurobiologcal disorder characterized by hyperactivity, impulsivity and difficulties in
sustaining attention. That was influenced approximately 4% ~ 8% children worldwidely
and the pathophysiology was thought to involve alteration in dopaminergic and
noradrenergic pathways. Pharmacological and non-pharmacological interventions
were the way for ADHD treatment. Nowadays, cerebral stimulants are the most
commonly suggested as first-line therapy for ADHD. Although the atomoxetine, the
newest treatment option for ADHD, was a selective norepinephrine reuptake inhibitor
and the only effective non-stimulant treatment for ADHD, it was merely suggested as
second-line therapy. The others, including clonidine, guanfacine, venafaxine, SSRI's,
TCA and Bupropion, used in the treatment of ADHD had been reported. Additionally,
drug therapy with psychoeducation and behavioral intervention may decrease
negative outcome of ADHD, including the rate of conduct disorder and adult antisocial

personality disorder.
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