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Aim of the work

Aim of the work

The aims of this study were; to investigate the possible
relation between BDNF level and ADHD so it could be
used as a potential marker for this disorder, to
investigate the relation between severity of inattention
and BDNF, to investigate the effect of pharmacotherapy
on level of BDNF.



Introduction

Introduction

Attention-deficit hyperactivity disorder (ADHD) has been
identified as an important psychiatric condition in terms
of its prevalence (around 5% worldwide) and its impact
on quality of life for patients and their families (Cho et
al., 2010). Also ADHD is the most commonly diagnosed
behavioral disorder of childhood (American Academy of
Pediatrics, 2000).

Attention-deficit/hyperactivity disorder (ADHD) IS
characterized by hyperactivity, diminished sustained
attention and higher levels of impulsivity in a child or
adolescent than expected for someone of that age and
developmental level (Sadock and Sadock, 2007). These
core behavioral symptoms must be pervasive across
situations, persistent for more than 6 months and
observed before the age of 7 years, as defined by the
diagnostic and statistical manual of mental disorders
(DSM-IV-TR) issued by (the American Psychiatric
Association, 2000).

These behavioral manifestations contribute to diminished
academic, occupational and social functioning, and have

neurobiological bases (De La Fuente A, 2013). 30 to
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Introduction

50% of those individuals diagnosed in childhood continue
to have symptoms into adulthood. As they mature
(Balint et al, 2008).

The etiology of ADHD is now viewed to be
pathophysiologically and clinically heterogeneous entity,
hypotheses on the etiology of ADHD have evolved from
simple one-cause theories to multi-factorial processes
that reflect the confluence of many types of risk factors,
including genetic, neurochemical, environmental and

psychosocial factors (Biederman and Faraone, 2005).

Genetic research on ADHD started with the finding that
hyperactivity tends to aggregate in families since then,
family studies have shown that ADHD shows familial
clustering both within and across generations. Increased
rates of ADHD among the parents and siblings of ADHD

children have been observed (Franke et al., 2012).

Evidence from various sources suggests primary
involvement of the dopaminergic system. Molecular
genetic studies also indicate a linkage of genetic
polymorphisms in the dopaminergic system, such as
dopamine D4 and D5 receptors, and dopamine
transporter (DAT), to ADHD (Bobb et al., 2005).
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