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Preface

This book offers a brief but comprehensive overview of empirical knowledge and associated clinical information regarding oppositional defiant disorder (ODD) and conduct disorder (CD) in children aged 3–14 years. Since the amount of research in this subject is vast, we have avoided presenting an extended review of the literature of some areas while neglecting others. Instead, we have given priority to conciseness and clarity in the presentation of a broad array of topics.

The book opens with an introductory chapter on relevant terms. We then present the developmental psychopathology perspective (Chapter 2). The section of the book on aetiology starts with a chapter on basic issues (Chapter 3) followed by two detailed chapters on individual and environmental characteristics (Chapters 4 and 5). We then describe the clinical assessment from a decision-making point of view (Chapter 6). The section on intervention opens with a chapter on general issues (Chapter 7), followed by chapters on behavioural parent training (Chapter 8), cognitive-behavioural therapy (Chapter 9), pharmacotherapy (Chapter 10) and multicomponent interventions (Chapter 11). Finally, issues relating to the delivery of intervention are discussed in Chapter 12.

This synopsis is intended to be a guide for professionals and will be useful for students and researchers as well. Some information, for example on genetics, will serve as background information for clinicians and will be relevant for their accurate general understanding of the initiation, development and maintenance of the disorders. The background aetiological chapters can also help clinicians in understanding subsets of the children they see. Students and beginning researchers will find a quick overview of the whole field, while advanced researchers may find essential information on topics that are not their primary focus of interest and expertise.

For decades, the research fields of ODD and CD (and aggressive and antisocial behaviour) on the one hand and attention deficit/hyperactivity disorder (ADHD) (and hyperactive, impulsive and inattentive behaviour) on the other have been split as if these two groups of disorder and problem behaviour are independent of each other. In fact, however, they often co-occur. The separation of research areas of ODD/CD and ADHD has hampered our understanding of these two groups of related disorders. Fortunately, the last decade has seen an integration of the research fields of these disorders. In this book, we have paid much attention to the relation between these disorders, with respect both to aetiology, assessment and treatment, and to neurobiological factors in ODD and CD, as information on this topic has grown rapidly over the last few years and is essential for an accurate understanding of these disorders.

In reviewing the literature, we pay particular attention to recently published studies and meta-analyses, if available, without neglecting older, high-quality studies. The selection of studies, of course, reflects our own view on the subject. Likewise, we give personal comments on issues. We include our clinical and research experience in the chapters on clinical assessment and interventions. To make the book accessible, we have included a conclusion in the form of summary points at the end of each chapter.

We would like to thank the publisher Wiley-Blackwell for the invitation to write the book and the many people associated with the publisher for their assistance: Carole Millett, Emma Hatfield, Holly Myers, Al Bertrand, Darren Reeds, Anne Bassett, Annie Rose, Carrie Walker and Helen Baxter. We would also like to thank Karen Shield for her assistance in manuscript delivery, and Martin Schmidt, Dennis Schutter, Louk Vanderschuren and Sarah Durston for their detailed comments on earlier drafts of the chapters.

Walter Matthys

John E. Lochman





Foreword

The authors of this important book, Professors Walter Matthys and John E. Lochman, need little by way of introduction; they are known to a wide professional readership for their prolific empirical, clinical and theoretical studies of Disruptive Behavior Disorders (DBD) and other challenging behavior problems of childhood and adolescence. Certain children, as early as two or three years of age, drive their parents to despair by the intensity of their tantrums and aggressive outbursts, the intransigence of their defiance, and the wilfulness of their demands. During the school years teachers struggle to cope with their violation of classroom rules, and the disruption that results from (inter alia) their inattention, hyperactivity, bullying, and cheating. Many go on to an adolescence marked by violence, vandalism, theft, and other delinquent activities. These children, diagnosed early on as presenting Oppositional Defiant Disorder (ODD) and later Conduct Disorder (CD), cause much harm to society. As they grow up they enter, exit and almost invariably return, through the ‘revolving doors’ of mental health, educational, social services, and justice departments. Carers and teachers endure ongoing distress and demoralisation, while the State is forced to raise vast sums of money for damage limitation and repairs, and the costs of assessment and treatment agencies.

Clearly, the need to support families, teachers and workers from the social and mental health professions is urgent, and represents a compelling rationale for the book. The authors state that their aim is to write for professionals, students, and researchers, a concise guide to the aetiology and the assessment of ODD and CD, as well as to evidence-based interventions, and their short and long-term outcomes, Focusing on children aged 3 to 14 years, the book provides in twelve chapters, a overview of aetiology, assessment, prevention and treatment of ODD and CD, with particular attention given to recently published studies and meta-analyses. High quality studies from the past are not neglected. The introductory guides and final point-by-point summaries to each chapter, the provision of technical and conceptual definitions, plus comprehensive referencing, ensure that child and adolescent psychiatrists, clinical psychologists, and trainees, have access to a store of useful empirical information and practice wisdom. There is another group of professionals who also benefit, as they acquire familiarity with subjects which are not necessarily their primary focus of interest and expertise.

The authors explore several theoretical domains that are pertinent in a study of behavioral pathology: psychiatric taxonomy; developmental psychopathology; behavior genetics; pharmacology; neurobiology; conditioning; social learning; and cognitive science. A consistent theme of the book is an insistence on empirical knowledge and evidence-based practice. This philosophy leads to a search for reliable and valid assessment methods, several of which are described and analysed fully. Alongside this inquiry is an exploration of clinically efficacious and effective interventions. Several have been demonstrated to have ‘significant effects’ (a term that is explained) on particular disruptive behavior problems, after treatment and at longer term follow-up. Most of them emerge from areas including cognitive behavior therapy, ecological (systemic) multi-component treatment, behavioral parent training, and psychopharmacotherapy. Multi-component programs may combine psychopharmacotherapy and psychosocial treatments; in general they are most effective if they provide the treatment to both child and parent. With regard to the question of how ‘cost-effective’ (a term also explained) the interventions are, the initial findings are encouraging. Given the popularity of computers and video games for young people, it is not surprising that electronic media have an established role in an increasing number of treatment programs.

What sets this book apart from many others of its genre is the space given to the factors (ranging from macro-level influences of social policy and environmental advantages or disadvantages to microlevel factors such as adverse temperamental and personality traits) which encourage or prove antipathetic to the delivery of successful interventions. Outcomes for evidence-based interventions may often be less promising when they are exposed to the vicissitudes of real-life ‘scenarios’ and settings, such as community agencies, schools and clinics. There are many other potentially adverse contingencies: a recurring difficulty, for example, is the failure of many parents to engage in treatment programs, despite imaginative efforts to promote their attendance at sessions. On the basis of ‘received wisdom’ in some areas it is assumed that there is therapeutic value in the use of a collaborative approach to treatment and the use of booster sessions at the end of treatment sessions. There is, in fact, very little research to guide clinical practice in these areas. Methodological bias in empirical investigations may produce misleading conclusions. For example, constitutional factors such as Attention Deficit Hyperactivity (ADHD) often occur at the same time as DBD. An understanding of the two conditions was hampered by considering them in earlier studies as separate entities. An integration of the research fields in the last decade has produced valuable insights into the nature of both disorders.

In conclusion: I have had only sufficient space to comment on a fraction of the book I read in its entirety. Professors Matthys and Lochman have, in my opinion, written an outstanding review of an extensive, and at times difficult, clinical literature. By skilful organisation and thoughtful defining of terms and concepts, they have produced a pleasurable read without sacrificing intellectual rigor. They have stuck throughout to a clear set of aims and objectives. Whereas psychotherapy with children and adolescents has traditionally involved the application of many empirically unsupported methods, the authors have committed themselves to evidence based studies of childhood interventions – a basis essential for effective and thus ethical clinical practice.

Martin Herbert

Professor Emeritus, Exeter University





1

Behaviours and disorders

All children refuse to comply at some time or other. And a lot of children occasionally get involved in fights. Also, various children lie at times. Although these behaviours are inappropriate, from a clinical point of view they need not be of great concern if they occur infrequently and in an isolated manner. When, however, these behaviours occur in a cluster and repeatedly in a particular child, there is reason to be worried. In this chapter, we first look at the various types of socially inappropriate, disruptive behaviour that have been discerned, and then consider related clusters of behaviours or diagnostic categories that have been distinguished. Finally, we discuss appropriate behaviours that may be underdeveloped in children with maladjustment.

Disruptive behaviours

Oppositional behaviour

Oppositional behaviour or non-compliance is behaviour in which a child resists a caregiver. A range of oppositional behaviours may be discerned, from passive to active forms of non-compliance (Kochanska & Aksan, 1995). Thus, children may ignore a parental direction, which is an example of passive non-compliance, but they may also directly refuse a parental command, which is a form of mildly active non-compliance. In addition, children may angrily reject parental commands or prohibitions, which is a form of severe non-compliance or defiance. In preschool children, moreover, a distinction needs to be made between normative non-compliance and clinically significant noncompliance or oppositionality (Wakschlag & Danis, 2004). Normative noncompliance reflects the young child’s self-assertion and is driven by the desire to do something autonomously (Wakschlag & Danis, 2004). Normative or self-assertive non-compliance is generally short-lived, whereas clinically significant non-compliance is more intransigent (Wakschlag & Danis, 2004).

Aggressive behaviour

Aggression is behaviour deliberately aimed at harming people (Parke & Slaby, 1983). Hitting other children is an example of physical aggression. There are, however, other forms of aggression. Words also may harm people, either as a possible precursor of physical aggression such as in verbal threats, or as a means to denigrate or provoke another child. This occurs, for example, when children call each other names. Relational aggression is another form of aggressive behaviour that has been investigated in recent years (Crick & Grotpeter, 1995). It is defined as damaging interpersonal relationships or feelings of inclusion. Malicious gossiping and threatening to withdraw friendship are examples of relational aggression. In this book, when we use the term ‘aggression’, we understand this as physical or verbal aggression. When relational aggression is discussed, this is made explicit.

Among these various forms of aggressive behaviour, the distinction has been made between reactive and proactive aggression (for reviews, see Dodge, 1991; Kempes et al., 2005; Vitaro et al., 2006). Reactive aggression is an impulsive aggressive response to a frustration, a perceived threat or a provocation. On the other hand, proactive aggression is controlled aggressive behaviour that anticipates a reward. Reactive aggression also has been called defensive or ‘hot-blooded’ aggression, whereas proactive aggression has been called instrumental or ‘cold-blooded’ aggression.

When considering aggression, one may distinguish differences in the underlying motivation (or the ‘whys’ of aggressive behaviour) from differences in the various forms of aggression (the ‘whats’ of aggressive behaviour) (Little et al., 2003). Thus, the distinction between reactive and proactive aggression (the ‘whys’) may be applied both to physical, verbal and relational aggression (the ‘whats’). One example of verbal reactive aggression in children is to get angry and swear at adults when corrected. One example of physical reactive aggression is to strike back when teased by a peer. A child threatening another child in order to get his or her own way is an example of verbal proactive aggression. To incite other children to act against a child whom he or she dislikes is an example of proactive relational aggression. Although reactive aggression and proactive aggression are highly correlated, correlations drop dramatically after the distinction has been made between the form and the motivation of aggression (Polman et al., 2007).

Antisocial and delinquent behaviour

Antisocial behaviour is defined as behaviour by which basic norms, rights and rules are violated. Thus, when children lie they violate the norm of speaking the truth, when they steal they violate the right of the protection of one’s property, and when they are truant they violate a rule. ‘Antisocial behaviour’ is often used as a general term for the various inappropriate behaviours such as oppositional and aggressive behaviour. When children repeatedly resist in response to requests, instructions or corrections given by adults, they indeed violate the norm to be obedient to their parents or teachers. And when children beat their peer, they violate their peer’s right of physical integrity.

When antisocial behaviours are legal violations, they are called delinquent behaviours. Depending on the age of the child, behaviours such as theft, running away, truancy from school and setting fires are considered to be delinquent. Legislation between countries, and among states within countries, largely varies, so that the same behaviour, for example drinking alcohol, is considered as illegal in one country or state but not in another.

Psychopathic features and callous-unemotional traits

There is one other term that is relevant here–psychopathy. Psychopathy refers to personality characteristics such as an absence of empathy, an absence of guilt, an absence of anxiety, shallow emotions and the inability to form and sustain lasting relationships (Cleckley, 1976; Hare, 1993). Thus, psychopathy does not refer to a specific set of behaviours but to underlying characteristics of individuals.

The construct of psychopathy in adults consists of various dimensions. The dimensions that have been found to be useful in children and adolescents are callous-unemotional traits (for a review, see Frick & White, 2008) and narcissism (Barry et al., 2007). The affective factor of psychopathy – the callous-unemotional trait – consists of lack of guilt, lack of empathy and callous use of others for one’s own gain, and has been found to have moderate stability in longitudinal research (Pardini et al., 2007; Barry et al., 2009).

Disruptive behaviours

The above discussed inappropriate behaviours also are called disruptive behaviours. These behaviours not only disrupt child–child interactions and child–adult interactions, but when these behaviours occur frequently, the relations between children and the relations between children and adults are disrupted as well. ‘Externalizing behaviour’ is another general term for these inappropriate behaviours (Achenbach & Edelbrock, 1978). It is used to distinguish these behaviours from overcontrolled or internalizing behaviours such as withdrawal and anxious behaviours.

There are, however, more behaviours that are disruptive than the ones discussed above. Impulsive behaviours such as interrupting others and having difficulty in waiting a turn indeed are clearly disruptive. Hyperactive behaviour such as running about in the living room or leaving one’s seat in the classroom and during meals at home, are troublesome as well. Finally, attention problems such as difficulty in sustaining attention may occur unnoticed, but other behaviours related to attention problems, such as not following through on instructions, are quite upsetting.

Diagnostic categories

Disruptive behaviours may occur either infrequently or in isolation in individual children, and in these cases the behaviours can then be considered as ‘normative’. However, they may also occur as clusters. These clusters of co-occurring patterns of inappropriate behaviours or syndromes form the basis of the psychiatric categories from the classification systems of the Diagnostic and statistical manual of mental disorders, 4th edition (DSM-IV; American Psychiatric Association, 1994), or its revised form DSM-IV-TR (American Psychiatric Association, 2000), and the International classification of diseases, 10th revision (ICD-10; World Health Organization, 1996). Although these syndromes originate from hypotheses about co-varying symptoms or behaviours derived from observations of patients by clinicians, factor analytic studies of child and adolescent problem behaviour support how these behaviours are associated to each other (see later in this chapter).

The disruptive behaviours are distinguished from other disorders such as pervasive developmental disorders in DSM-IV-TR. Indeed, the former group of disorders is described under the general heading ‘Attention deficit and disruptive behaviour disorders’. These disorders consist of: (1) attention deficit/hyperactivity disorder (ADHD), with characteristic features of hyperactive behaviour, impulsive behaviour and attention problems; and (2) the two disruptive behaviour disorders (DBDs) – oppositional defiant disorder (ODD) and conduct disorder (CD) – with characteristic features of oppositional, aggressive and antisocial behaviour. It is generally accepted that ODD and CD are different age-related manifestations of the same condition, with ODD already occurring in young children and CD occurring more often in older children and adolescents (Loeber et al., 2000). Therefore, in this book for purposes of brevity ODD and CD are often referred to as the DBDs.

Although the subject of this book is the DBDs, we also will pay attention to ADHD. The DBDs and ADHD are related to each other with respect to their symptoms, and these disorders also often co-occur or are comorbid. Indeed, the odds ratio of DBD–ADHD comorbidity in a meta-analysis of community based samples was 10.7 (Angold et al., 1999). Or to put it in another way, about 50% of children and adolescents with a DBD have comorbid ADHD, and vice versa (Kutcher et al., 2004). In the assessment of children who are referred because of disruptive behaviour problems, clinicians therefore need to consider whether the child’s inappropriate behaviours or symptoms are part of a DBD or of ADHD, or whether both disorders can be diagnosed. As we will describe in later chapters, the treatment of DBDs



Box 1.1 Symptoms of oppositional defiant disorder


	Loses temper

	Argues with adults

	Actively de fies or refuses to comply with adults’ requests or rules

	Deliberately annoys people

	Blames others for his or her mistakes or misbehaviour

	Is touchy or easily annoyed by others

	Is angry and resentful

	Is spiteful or vindictive





comorbid with ADHD is different from the treatment of DBDs without ADHD comorbidity.

Oppositional defiant disorder

In DSM-IV-TR, ODD is defined as ‘a recurrent pattern of negativistic, defiant, disobedient, and hostile behaviour toward authority figures’. An overview of ODD symptoms is given in Box 1.1. Whereas DSM-IV-TR differentiates the various symptoms of CD into distinct groups such as ‘Aggression to people and animals’ and ‘Serious violations of rules’ (see Box 1.2, below), subgroups of symptoms are not formally identified for ODD.

However, in our view, a close consideration of the eight symptoms or criteria of ODD shows that they are very heterogeneous as well. Indeed, two symptoms are clearly oppositional and defiant in nature: ‘Actively defies or refuses to comply with adults’ requests or rules’ and ‘Argues with adults’. There are two symptoms of emotional dysregulation: one is mild (‘Is touchy or easily annoyed by others’) and one is more severe (‘Loses temper’). There is one emotional symptom, and it is specifically about anger: ‘Is angry and resentful’. There is one symptom of provocativeness: ‘Deliberately annoys people’. And, finally, there are two symptoms of hostility: one is mild (‘Blames others for his or her mistakes or misbehaviour’) and one is severe (‘Is spiteful or vindictive’).

Thus, among the eight symptoms of ODD, there are only two oppositional and defiant symptoms. Consequently, a child may be diagnosed with ODD without showing any clear oppositional or defiant behaviour. Furthermore, the issue of heterogeneity of symptoms of ODD is important as inconsistencies in results of studies might be caused by differences between sample characteristics. The heterogeneity of samples is even increased when subjects with CD also are included, which is often the case.

Importantly, DSM-IV-TR specifies that manifestations of ODD are almost invariably present at home and need not be present at school or in the


Box 1.2 Symptoms of conduct disorder

Aggression to people and animals

1. Bullies, threatens or intimidates others

2. Initiates physical fights

3. Uses a weapon

4. Is physically cruel to people

5. Is physically cruel to animals

6. Steals while confronting a victim

7. Forces someone into sexual activity

Destruction of property

1. Sets fires

2. Destroys others’ property

Deceitfulness or theft

1. Breaks into someone’s house or car

2. Lies to obtain goods or favours, or to avoid obligations

3. Steals without confronting a victim

Serious violations of rules

1. Stays out at night

2. Runs away from home

3. Truants from school



community. The opposite symptom pattern, however, such as the presence of four symptoms at school but none at home, does not preclude ODD. Thus, according to DSM-IV-TR, symptoms need not be present in more than one setting.

The prevalence of ODD, i.e. the percentage of cases at a given point in time, varies considerably between studies, with a median of 3.2 (Lahey et al., 1999). Although gender differences for ODD are quite inconsistent across studies, most data suggest either somewhat higher rates in boys than in girls or no gender difference (Loeber et al., 2000).

Conduct disorder

In DSM-IV-TR, CD is characterized as a ‘repetitive and persistent pattern of behaviour in which the basic rights of others or major age-appropriate societal norms or rules are violated’. Four groups of behaviours are distinguished: (1) aggressive conduct that causes or threatens physical harm to people or animals; (2) non-aggressive conduct that causes property loss or damage; (3) deceitfulness or theft; and (4) serious violations of rules (Box 1.2). Although the symptoms of ODD are all within the capacity of preschool children to perform, some of the symptoms of CD, such as forcible sexual activity, use of weapons and breaking into houses, are not (Wakschlag et al., 2007).

DSM-IV-TR distinguishes two types of CD: the childhood-onset type with the onset of at least one symptom prior to age 10 years, and the adolescent-onset type, with an absence of any symptom prior to age 10 years. The distinction between these two types is supported by various studies (Moffitt, 1993; Lahey et al., 1998; for a review, see Moffitt, 2003; see also Chapter 2). This childhood-onset group has been shown to have relatively poorer outcomes when compared with the adolescence-onset group. Because of this outcome, the childhood-onset type has also been called the life-persistent CD subtype (Moffitt, 2003).

Some longitudinal studies suggest that, among the children with early-onset CD, some lack the continuity of conduct problems from childhood to adulthood; these children have therefore been termed ‘childhood-limited conduct problem group’ (Moffitt, 2003). However, to date there is not enough evidence to further divide the childhood-onset type into a life-course-persistent versus a childhood-limited group (Moffitt et al., 2008).

ODD and CD are both related to and different from each other. The association between these disorders needs to be considered from a developmental point of view. Longitudinal studies give the opportunity not only to prospectively follow children (follow-forward studies), but also to examine earlier diagnoses in adolescents who meet the criteria of disorders (follow-back studies). With regard to the relation between ODD and CD, follow-forward studies have shown that most children with ODD do not develop CD, whereas follow-back studies have shown that most children with CD had prior ODD (for a discussion of this issue, see Moffitt et al., 2008, and Chapter 2). Importantly, most children who meet the criteria for childhood-onset CD also meet criteria for ODD (for a review, see Lahey et al., 1992). Therefore, the rules of DSM-IV-TR specify that ODD is to be excluded if CD is present.

The prevalence of CD varies considerably between studies, with a median of 2.0; CD is more common in boys than in girls (Lahey et al., 1999).

Other relevant disorders

Other diagnostic categories are relevant here for two reasons. First, some characteristic behaviours of these disorders are similar to symptoms of ODD and CD. For example, ‘Does not seem to listen when spoken to directly’ is a criterion of inattention in ADHD but is related to refusing to comply with adults’ requests, which is a symptom of ODD. Also, a depressed mood, characteristic of a dysthymic disorder, in children may manifest as irritability. This expression of irritability may be related to the ODD symptom ‘Is angry and resentful’. Second, some disorders often co-occur with ODD and CD. The most prevalent comorbid disorder of the DBDs is ADHD (Angold et al., 1999). This comorbidity is highly important both with respect to the aetiology of the DBDs (see Chapters 3 and 4), the assessment (see Chapter 6) and the treatment of the DBDs (see Chapters 8–11).

DSM-IV-TR provides lists for two types of ADHD symptom: inattention and hyperactivity/impulsivity. Thus, three ADHD subtypes are distinguished: predominantly inattentive (I), predominantly hyperactive-impulsive (HI), and combined (C). An overview of ADHD symptoms is given in Box 1.3.

Also important is comorbidity with other disorders and developmental conditions, including mood disorders (Angold et al., 1999) such as dysthymic disorder, anxiety disorders (Angold et al., 1999) such as separation anxiety disorder, learning disorders and academic underachievement (Frick et al.,


Box 1.3 Symptoms of attention deficit/hyperactivity disorder

Inattention

1. Fails to give close attention to details or makes careless mistakes

2. Has difficulty sustaining attention

3. Does not seem to listen

4. Does not follow through on instructions and fails to finish schoolwork or chores

5. Has difficulty organizing tasks and activities

6. Avoids, dislikes or is reluctant to engage in tasks that require sustained attention

7. Loses things

8. Is easily distracted

9. Is forgetful in daily activities

Hyperactivity

1. Fidgets

2. Leaves his or her seat

3. Runs about or climbs

4. Has difficulty playing or engaging in leisure activities quietly

5. Is ‘on the go’

6. Talks excessively

Impulsivity

1. Blurts out answers

2. Has difficulty waiting a turn

3. Interrupts or intrudes on others



1991; Hinshaw et al., 1993), communication disorders and borderline intelligence. We will pay attention to these comorbid disorders and conditions when discussing the assessment (see Chapter 6) and treatment of the DBDs (see Chapters 8–11).

DSM-IV and ICD-10

Besides DSM-IV-TR, the ICD-10 (1996) of the World Health Organization is used in many countries. It should be noted, however, that little research has been conducted into ICD-10-defined disruptive behaviour problems. Over the years, differences between both systems have diminished, but important distinctions still remain. First, ODD is not a distinct category in ICD-10 but is instead a subtype of CD, along with the socialized and unsocialized subtypes of CD. Second, hyperkinetic disorder in ICD-10 is quite different from ADHD in DSM-IV-TR. Hyperkinetic disorder requires symptoms in three domains (hyperactivity, impulsivity, inattention), whereas DSM-IV-TR distinguishes various subtypes depending on the occurrence of symptoms of inattention and hyperactivity/impulsivity. Thus, hyperkinetic disorder is a narrower concept than ADHD. Third, one of the subtypes of hyperkinetic disorder is hyperkinetic conduct disorder. Thus, in contrast to DSM-IV, in ICD-10 the co-occurrence of CD (of which ODD is a subtype) with hyperkinetic disorder is not considered a comorbidity but a subtype of hyperkinetic disorder, i.e. hyperkinetic conduct disorder.

Factor analytic studies support the distinction that DSM makes between ODD, CD, ADHD and other disorders. Factor analysis is one statistical technique that can search for patterns in co-variation among a group of behaviours. Using exploratory and confirmatory factor analyses with data from various questionnaires in population and clinically referred samples, Hartman et al. (2001) investigated the internal construct validity of a DSM-IV-based model of ADHD (inattention, hyperactivity/impulsivity), ODD, CD, generalized anxiety and depression. The factorial structure of these syndromes was supported by the data. However, the DSM-IV model did not meet the absolute standard of adequate model fit, leaving substantial room for improvement. Findings from another study support the four-factor DSM-IV model (ODD, CD, hyperactivity/impulsivity, inattention) of the DSM-IV-TR ‘Attention deficit and disruptive behaviour disorders’ (Lahey et al., 2008a). In addition, this model fitted better with the data than models based on ICD-10 and the Child Behavior Checklist (Achenbach, 1991).

Socially appropriate behaviours

It is also important to pay attention to appropriate behaviours, because children with DBDs may not have these behaviours in their repertoire. There are a number of social behaviour skills that children use to cope adequately with everyday problem situations. These skills include entering a group, starting a conversation, asking questions and listening to others. Other socially appropriate behaviours such as showing interest, comforting, sharing, helping and donating are more clearly prosocial in that they are intended to benefit other persons (Eisenberg & Fabes, 1998). Empathy is related to prosocial behaviour (Eisenberg & Miller, 1987). Empathy is defined as the understanding of, and sharing in, another’s. emotional state (Hoffmann, 2000). Strictly speaking, empathy is not behaviour. Instead, it is an emotion. Empathy involves a matching of emotions between the child and the other person, i.e. feeling with another person.

Summary points


	Among oppositional behaviours, one may distinguish passive forms of noncompliance (e.g. ignoring parental commands) from mild active forms (e.g. refusing parental directions) and severe active forms or defiant behaviour (e.g. angrily rejecting parental commands).

	Aggressive behaviour may manifest in various forms: in physical aggression, in verbal aggression and in relational aggression, i.e. damaging interpersonal relationships or feelings of inclusion.

	When considering the underlying motivation in aggressive behaviour, the distinction can be made between reactive, defensive or ‘hot-blooded’ aggression, and proactive, controlled or ‘cold-blooded’ aggression.

	The affective factor of psychopathy – callous-unemotional traits – consists of a lack of guilt, lack of empathy and callous use of others for one’s own gain.

	The symptoms of ODD are very heterogeneous, with only two symptoms that are clearly oppositional in nature, and, furthermore, two symptoms of emotional dysregulation, one on anger, one on provocativeness and two on hostility.

	Symptoms of ODD need not be present in more than one setting in order for a child to qualify for ODD.

	In CD, the distinction is made between the childhood-onset type of CD, with an onset of at least one symptom prior to age 10 years, and the adolescent-onset type of CD, with an absence of any symptom prior to age 10 years.

	Some symptoms of ADHD are clearly disruptive, such as not following through on instructions (inattention), leaving the seat in the classroom (hyperactive behaviour) and difficulty waiting a turn (impulsive behaviour).

	Follow-forward studies have shown that most children with ODD do not develop CD, whereas follow-back studies have shown that most children with CD have had prior ODD.

	The most prevalent comorbid disorder of the DBDs is ADHD.
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Developmental perspectives

This chapter will describe the normal development of child compliance, anger and aggression during the childhood years. Using a developmental psychopathology perspective, the developmental course of the problematic externalizing behaviours that comprise ODD and CD, and of subtypes of children with conduct problems, will be described. A specific focus will be placed on the development of early starters versus late starters, of aggressive-rejected versus aggressive-nonrejected children, and of children with psychopathic traits.

Development and developmental psychopathology

The first textbook on developmental psychopathology appeared in 1974 (Achenbach, 1974). In the subsequent 35 years, the benefits of using a developmental psychopathology approach have been increasingly recognized by the scientific community, and research on the causative factors and treatment of childhood mental health difficulties such as conduct problems has been advanced and expanded under a developmental psychopathology framework (Lochman et al., 2008a). Developmental psychopathology includes a focus on understanding causal processes, understanding the role of development, and understanding the continuities and discontinuities between normality and pathology.

The need for a developmental psychopathology approach arose out of a growing recognition of the limitations of traditional developmental and psychological perspectives (Rutter & Sroufe, 2000). At the same time, emerging research demonstrated that developmental pathways were complex and dynamic, involving both individual and environmental factors (Rutter & Sroufe, 2000). An inclusive framework, allowing the examination of a multitude of factors on developmental processes, was needed to integrate the growing bodies of information from diverse disciplines such as psychology, psychiatry, sociology, biology and epidemiology. By taking a developmental psychopathology perspective, clinicians and researchers attempt to understand the processes by which behaviours, both normative and atypical, arise and are maintained (Luthar et al., 1997).

Development of behaviour and processes over time

A knowledge of normative developmental processes and behaviours corresponding to different developmental levels is imperative to understanding maladaptive behaviours and disorders (Sroufe & Rutter, 1984; Essau & Petermann, 1997). At the most basic level, problems can be identified by making contrasts between expected abilities at a given stage of development and an individual’s actual functioning (Edelbrock, 1984). For example, physical aggression is common among preschoolers, but steadily declines with age to become almost non-existent by the end of adolescence (Bongers et al., 2004). In a developmental psychopathology perspective, the processes involved in development are also crucial considerations. For example, the influences of genetic and environmental factors must be analysed in the context of ongoing developmental processes within the individual (Rutter & Sroufe, 2000). There are normal variations at points in time, and especially over time, in externalizing behaviours and related emotional characteristics (Lochman et al., 2008a). In this section, we will review normal development of compliance behaviours, anger and aggression in children, all of which are key characteristics associated with the disruptive behaviour disorders (DBDs).

Compliance behaviours

All children at every age exhibit both compliant and non-compliant behaviours, and non-compliant behaviours, by themselves, are not causes for referral or diagnosis (Lochman et al., 2008b). However, the frequency, intensity, form and effects of such behaviours set apart normal and abnormal expressions of non-compliance. Clinical manifestations of non-compliance are categorized as symptoms of ODD and were described in Chapter 1. This section will outline patterns and contributing factors in normal compliant and non-compliant behaviours.

Although most people involved in the care of children have an idea of what is meant by compliance and non-compliance, these behaviours often prove difficult to define operationally. In their treatment manual for non-compliant children, McMahon and Forehand (2003) use the definition ‘appropriate following of an instruction within a reasonable and/or designated time’ to operationalize compliance, noting that it is important to distinguish between the initiation of compliance and the completion of the specified task (Schoen, 1983). Five to 15 seconds is suggested as a reasonable period for the initiation of compliance. McMahon and Forehand (2003) define non-compliance as the refusal to initiate or complete a request and/or the failure to follow a previously stated rule that is currently in effect. In defining compliance and non-compliance, it is also important to recognize that these are not stand-alone behaviours on the part of the child, but are bidirectional interactional processes between adult and child. Parenting behaviours can affect a child’s likelihood of compliance, and child characteristics and responses can in turn affect parenting behaviours.

Children first begin to understand the consequences of their own behaviour between 6 and 9 months of age, and may also learn to recognize the word ‘no’ during this time. Increasing physical development, cognitive abilities, social skills and receptive language skills lead to improved abilities to respond to verbal directions, and children are generally able to follow simple instructions by the age of 2. Nonetheless, non-compliance with commands is very common for 2- and 3-year-old children, possibly due to parental expectations (i.e. ‘the terrible twos’) and parents’ failure to train their young children to comply (Brumfield & Roberts, 1998).

Compliance levels are expected to increase with age in typically developing children (e.g. Lahey et al., 2000). Although specific normative data for compliance do not exist because of complex issues about sample characteristics and measurement (Brumfield & Roberts, 1998; McMahon & Forehand, 2003), the expected progression of compliant behaviours in young children as they age has generally been found, with some exceptions (Smith et al., 2004). Vaughn et al. (1984) reported increases in compliance with maternal requests between 18 and 30 months of age, and Kochanska et al. (2001) found that children’s committed, eager compliance to maternal directions increased from 27% to 56% during the 14 to 33 months of age period. Brumfield and Roberts (1998) reported that, whereas 2- and 3-year-old children only complied with 32.2% of maternal commands, the compliance rate for 4- and 5-year-olds reached 77.7%. However, Kuczynski and Kochanska (1990) reported no change in overall compliance with maternal requests between toddlers (1½ to 3½ years old) and 5-year-olds, but did find variations over time in specific non-compliant behaviours. Direct defiance and passive non-compliance decreased with age, and simple refusal and negotiation (an indirect form of non-compliance that requires more autonomy and social skill) increased.

By the time they reach school age, children are expected to comply with adult requests the majority of the time. McMahon and Forehand’s (2003) review of studies suggests that compliance rates are around 80% for normally developing children. Patterson and Forgatch (1987). however, report lower compliance rates in a sample of ‘nonproblem 10- and 11-year-old boys’: 57% to maternal requests and 47% to paternal requests.

In adolescence, non-compliant behaviours often again increase, and go above childhood levels in typically developing youth. Developmental changes in cognition and social skills, combined with adolescents’ growing independence and need to establish their own identity, may lead to increased parent– adolescent conflict. Conflict tends to be at its highest during early adolescence, and to decline from early adolescence to mid-adolescence and from mid-adolescence to late adolescence (Laursen et al., 1998).

Boys and girls differ in their normative rates of oppositional, non-compliant behaviours, with boys demonstrating higher levels than girls during childhood. However, the gender difference closes with age, and boys and girls demonstrate increasingly similar rates as they progress through adolescence (Bongers et al., 2004).

Anger and aggression

Like compliance and non-compliance, angry and aggressive behaviours are common to all children, representing clinically significant problems only when frequent and severe enough to disrupt a child or family’s daily life (Lochman et al., 2008b). Not surprisingly, children who are identified as angry by parents and teachers are more likely to display externalizing behaviours (e.g. Denham et al., 2002; Bohnert et al., 2003; Rydell et al., 2003). Relations have also been reported between child anger and internalizing problems (e.g. Eisenberg et al., 2005) and between child anger and being victimized by their peers (Hanish et al., 2004).

The presence or absence of anger is often a defining factor in the classification of aggression. Anger is a key feature of hostile aggression, which carries the intent to harm and is accompanied by emotional arousal, but not instrumental aggression, which is motivated by external reward rather than by emotional arousal. In a similar distinction, as noted in Chapter 1, reactive aggression is emotionally driven and takes the form of angry temper outbursts, whereas proactive aggression is instrumentally driven and takes the form of goal-driven behaviours (e.g. domination of others or obtaining a desired object; Dodge, 1991; Dodge et al, 1997).

Anger and development

Anger is one of the earliest emotions to appear in infancy. Between 2 and 6 months of age, infants engage in recognizable displays of anger, including a characteristic angry cry, and by 7 months facial expressions of anger can be reliably detected (Stenberg et al., 1983). Caregivers tend to respond to infants’ anger expressions by ignoring them or reacting negatively, thus beginning the socialization process against anger expression (Malatesta et al., 1986; Huebner & Izard, 1988). As children learn what is socially acceptable, their displays of anger may diminish. By 24 months of age, toddlers are able to modulate their expression of anger and are more likely to display sadness, which is more likely to elicit a supportive response from a caregiver (Buss & Kiel, 2004).

Angry feelings are likely to be accompanied by physically aggressive behaviour in very young children, but with increasing age and developmental level, expressions of anger change in typically developing children. Dunn (1988), for example, found that physical aggression and teasing were equally prevalent in 14-month-old children, but by 24 months children were much more likely to tease. During early childhood, children are expected to learn appropriate ways to manage and express their anger. Young children acquire a progressively larger emotional vocabulary and an increased understanding of the causes and consequences of feelings (Ridgeway et al., 1985; Denham, 1998). By the time they reach elementary school age, children have generally developed a sophisticated understanding of the types of emotional display that are appropriate and functional in a given context (Shipman et al., 2003). In regard to anger, Shipman and colleagues reported that children in the 1st through 5th grades identified verbalization of feelings as the most appropriate means of expression, followed by facial displays. The children identified sulking, crying and aggression as equally inappropriate ways to express anger. These findings are consistent with other research demonstrating that, with age, children become increasingly less likely to engage in expressive displays of anger as they come to recognize that their ability to maintain emotional control is important to their social functioning (Underwood et al., 1992).

The types of circumstance that elicit anger in children also change with developmental level. Very young children are likely to react angrily when someone or something interferes with their attempts to reach a goal, whereas anger in older children is more often precipitated by a threat to self-esteem. This change is accompanied by increases in older children’s self-awareness, understanding of social norms and the importance they place on others’ perceptions of them.

Aggression and development

An understanding of normal developmental patterns in aggressive behaviour is an important starting point in identifying clinically significant problems for children of a given age. In typically developing children, aggressive behaviours follow a declining trend with age during childhood and adolescence. Large-scale longitudinal and cross-sectional studies have demonstrated that rates of aggression decline during childhood and adolescence, with the highest levels of physically aggressive behaviour occurring in the youngest children, perhaps at age 2, and the lowest levels corresponding to late adolescence (e.g. Stanger et al., 1997; Nagin & Tremblay, 1999; Keiley et al., 2000; Bongers et al., 2003, 2004).

Declining trajectories of aggression over time hold for children of both genders; however, at any given point in childhood, boys tend to display higher rates of overt aggressive behaviour than girls. In fact, boys may display twice as much aggression as girls during childhood. These gender differences appear to be present very early on, prior to 4 years of age, and are therefore unlikely to be due to socialization effects associated with school attendance. Aggressive behaviour declines more quickly for boys and, by late adolescence, the rates of aggression in males and females are indistinguishable (e.g. Bongers et al., 2003, 2004). Aggressive acts are nearly non-existent in typically developing late adolescent-aged youth of both genders.

Another classification of aggression differentiates between physical aggression and relational aggression. Girls are more likely to have a higher proportion of their aggressive behaviour that is relational or indirect in nature. Relational aggression involves efforts to cause harm by damaging others’ relationships or threatening to do so (e.g. spreading rumors, social exclusion; Crick & Grotpeter, 1995), and the spreading of rumours about peers and gossiping can be considered to be a form of bullying (Ireland & Archer, 2004). Boys engage in about as much relational aggression as girls, but the largest portion of their aggressive behaviour (in contrast to girls) consists of overt or physical aggression.

Development in problematic externalizing behaviours

Due to a number of factors that will be further elaborated in later chapters (see Chapters 4 and 5), some children fall outside the normal or typical variations of externalizing behaviours (Lochman et al., 2008b). A chronic trajectory of overt conduct problems that starts as early as 2 years of age is evident among some children, although other 2-year-olds have desisting conduct problems over time and are of less clinical concern (Shaw et al., 2005). Aggression is one of the most stable problem behaviours in childhood, with a developmental trajectory towards negative outcomes in adolescence, such as drug and alcohol use, truancy and drop-out, delinquency and violence (Lochman et al., 2006a). Children’s aggressive behaviour patterns may escalate to include a wide range of severe antisocial behaviours in adolescence (Loeber, 1990). The negative trajectory may even continue into adulthood, as demonstrated by Olweus’ (1991) finding that 60% of adolescents identified as bullies had their first criminal conviction by age 24 (Olweus, 1991). Continuities between childhood DBD and adulthood disorders are far from simple (Rutter et al., 2006a). On the one hand, many antisocial adults have a history of disruptive behaviour in childhood (Robins, 1966). On the other, many children with a DBD do not become antisocial adults. Thus, there is both continuity and change in these behaviours.

Aggressive behaviour can lead to serious and negative legal and relational consequences for the child engaging in the behaviour. The negative effects are not limited to the aggressive individual, however, as aggressive behaviour, by definition, has the potential to cause harm or injury to others. In schools, aggressive bullying, which may be verbal, physical or psychological, has been recognized as a serious problem (Rigby & Ian, 1996). Bullying is a deliberate act with the intent of harming the victims (Farrington, 1993). Examples of direct bullying include hitting and kicking, charging interest on goods and stealing, name calling and intimidation, and sexual harassment. The victims of bullies can tend to be shy (Nabuzoka & Smith, 1993). However, it is important to note that aggressive children are often the victims of others’ aggression as well (Smith & Ecob, 2007; Moffitt & Scott, 2008) and are thus ‘bully-victims’.

Researchers have observed that the manifestations of antisocial behaviour generally change over time across the life-span (Loeber & Hay, 1997). For example, a toddler may bite, hit and throw temper tantrums, while a child in his late school years may shoplift and skip school. Likewise, an adolescent may sell drugs and steal, while an adult may commit fraud and violently aggress against others. Researchers with a developmental perspective have recognized these developmental variations in antisocial behaviour and have explored the degree to which early forms of antisocial behaviour portend later forms (Lochman et al., 2009a). There may be not only continuity within the same disorder (homotypic continuity), but also continuity that involves different disorders (heterotypic continuity). For example, in the Dunedin study, ODD and CD were associated with an increased risk of later substance abuse disorder and antisocial personality disorder (homotypic continuity), as well as adult depression, anxiety disorders, eating disorders, schizophreniform disorders and mania (heterotypic continuity) (Kim-Cohen et al., 2003).

As a result, subtyping approaches have emerged that divide the population of antisocial individuals into groups on the basis of developmental variations in antisocial behaviour, age of onset of conduct problems and course of antisocial behaviour over time. Decades of research have verified that conduct problems co-occur with other adjustment problems at a much higher rate than would be expected by chance (Angold et al., 1999). Comorbid diagnoses include ADHD, and internalizing problems such as anxiety and depression. Several hypotheses have been proposed for the high rate of comorbidity (McMahon & Frick, 2005). In one proposed pathway, additional adjustment problems may stem from conduct problems if, for example, a child’s disruptive behaviours lead to peer rejection and resulting feelings of depression or anxiety. Finally, common risk factors, such as social-cognitive deficits, may be causal sources of conduct problems and other disorders.

Subtypes of disruptive behaviour disorders

Antisocial behaviour in children and adolescents can be subtyped on the basis of developmental variations in behaviour and the age of onset for conduct problems. This subtyping approach is reflected in the Diagnostic and statistical manual of mental disorders, 4th edition, text revision (DSM-IV-TR; American Psychiatric Association, 2000), including the diagnoses of ODD and CD (see Chapter 1). ODD symptoms in general emerge earlier than CD symptoms. While many children exhibit oppositional/disruptive behaviours (ODD) and ultimately desist in these behaviours over time, a substantial subset of these children gradually progress to more delinquent acts (Loeber & Farrington, 2000). CD is diagnosed when these delinquent acts include behaviours that violate societal norms and/or the basic rights of others. While symptoms of CD generally emerge in middle childhood or early adolescence, they may also appear in early childhood (American Psychiatric Association, 2000). Consequently, the DSM-IV-TR presents two subtypes of CD based on age of onset – a childhood-onset type characterized by onset prior to age 10, and an adolescent-onset type characterized by onset after age 10 (American Psychiatric Association, 2000).

Many researchers have acknowledged that these age-of-onset distinctions have important implications for the course of antisocial behaviour over time, and are consistent in many ways with research on early starters versus late starters.

Early starters versus late starters

Within this subtyping approach, one group of offenders, termed ‘early starters’ (Patterson et al., 1989) or ‘life-course-persistent’ offenders (Moffitt, 1993; Loeber & Stouthamer-Loeber, 1998), commit their first transgression early and persist in offending throughout the life-span. This book primarily focuses on these ‘early starters’. As McMahon et al. (2006) observe, individuals with childhood-onset CD likely fall within this subtype. Patterson et al. (1989) maintain that, for these ‘early starters’, antisocial behaviour is a developmental trait that emerges consistently throughout life but manifests itself differently at each developmental stage. Early manifestations of antisocial behaviour often predict later manifestations of antisocial behaviour (Patterson et al., 1989). Patterson et al. (1998) clarified these relations further. They demonstrated that high levels of antisocial behaviour in childhood significantly related to early arrest (before age 14) and that early arrest significantly related to chronic offending by age 18. More specifically, Patterson et al. (1998) found that the majority of chronic offenders (71%) evidenced antisocial behaviour in childhood, followed by early arrest, along their path to criminal offending.

While many researchers have noted the stability in antisocial behaviour over time, others have acknowledged that a small group of individuals do not exhibit early patterns of antisocial behaviour but begin their criminal careers later in life. Epidemiological data, for example, suggest that the prevalence of antisocial behaviour spikes in adolescence (Moffitt, 1993). Moffitt (1993) explores these data further and notes that the prevalence rate of antisocial behaviour in boys hovers around 5% at age 11 but jumps to 32% at age 15. These prevalence rates continue to increase until the mid-20s, when most individuals are believed to desist in their antisocial activities (Moffitt, 1993). This subtype of offender has been termed ‘late starters’ (Patterson et al., 1989), ‘adolescent-limited’ offenders (Moffitt, 1993) or ‘limited-duration’ offenders (Loeber & Stouthamer-Loeber, 1998). Individuals with the adolescent-onset brand of CD probably fall within this subtype (McMahon et al., 2006).

Many researchers have argued that these two subtypes – the early and the late starters – differ in terms of their associated risk factors. In a long-term longitudinal birth cohort study in Dunedin, Moffitt and Caspi (2001) found that life-course-persistent offenders could be differentiated from adolescence-limited offenders on the basis of risk factors related to parenting, greater peer difficulties, IQ, neuro cognitive functioning and child temperament and behaviour. Moffitt and Caspi (2001) demonstrated that children on the life-course-persistent track experienced significantly higher levels of childhood risk in these three domains than their counterparts on the adolescent-limited trajectory. The early-onset group was found to have significant difficulties in domains of violence, mental health, substance abuse, work and family life when the Dunedin cohort was followed into adulthood (Moffitt et al., 2002; Odgers et al., 2007b). The distinction between the two groups of children has been replicated in longitudinal studies within a dozen countries (Moffitt, 2006; Moffitt & Scott, 2008).

Aguilar et al. (2000) also distinguished between early-onset/persistent offenders and adolescence-onset offenders on the basis of childhood risk. However, their results substantially diverge from those highlighted by Moffitt and Caspi (2001). More specifically, Aguilar et al. (2000) did not find any significant group differences in early temperament variables. Moreover, they did not find any early group differences in neuropsychological functioning; these differences only emerged in late childhood and early adolescence. Despite the lack of significant, early differences in the temperamental and neuropsychological domains, Aguilar et al. (2000) did identify a number of group differences in psychosocial areas. More specifically, they found that early-onset/persistent offenders were significantly more likely to come from single-parent homes characterized by high levels of stress than adolescents in the ‘never antisocial’ and childhood-limited groups. These early-onset/persistent offenders were also significantly more likely to have evidenced avoidant attachment with caregivers at age 12 and 18 months and to have experienced abusive, neglectful or otherwise inadequate parenting (Aguilar et al., 2000).

Patterson et al. (1989) also emphasize the impact of ineffective parenting practices on children’s engagement in the early-starter pathway. Additional parenting factors such as parental convictions and parental transitions have been linked to the early-onset course of antisocial behaviour in girls (Leve & Chamberlain, 2004). In sum, it appears clear that many factors increase a child’s risk for initiating and continuing along the early-starter pathway.

Although risk factors described in the prior paragraphs seem to be influential in placing some children onto the early-starter pathway, the concept of social mimicry has emerged as the primary explanation for why others pursue antisocial behaviour later in life. Moffitt (1993) maintains that social mimicry occurs when a subgroup of adolescents observes the antisocial behaviour exhibited by their life-course-persistent peers and subsequently follows suit. Moffitt (1993) asserts that these adolescents are motivated by the desire to assert their independence and acquire mature status. Although these offenders were expected to gradually desist in their antisocial behaviours as they gained access to more adult roles and began to perceive delinquent activities as resulting in punishing rather than rewarding consequences (Moffitt, 1993), recent longitudinal research indicates that the late starters do have some continuing problems with criminal and substance-using behaviour into young adulthood (Moffitt et al., 2002; Odgers et al., 2007). Conceptual and empirical elaborations of the basic distinction between early versus adolescent-onset youth patterns have suggested that these two classifications may exist on a continuum rather than being qualitatively different (Lahey & Waldman, 2003). These elaborations have also identified a third group of aggressive children, the child-limited group, who do not progress to serious delinquent behaviour (Raine et al., 2005; Odgers et al., 2008).

Aggressive-rejected versus aggressive-nonrejected youths

Peer status is another social dimension in which subgroups of aggressive children have been found to differ (Bierman, 2004; Conduct Problems Prevention Research Group, 2004). There is a considerable body of literature demonstrating that aggressive behaviour is a strong predictor of peer rejection, particularly among boys (Coie & Dodge, 1998), and that aggression and peer rejection together predict a range of poor adolescent outcomes, including delinquency (Coie et al., 1992; Lochman & Wayland, 1994). However, this literature also indicates that the relationship between aggression and social status is complex, as not all children who exhibit high rates of aggressive behaviour are rejected by their peers, and a significant portion of children who are rejected by their peers do not exhibit high rates of aggression.

To better understand the relationship between aggression and peer status, Bierman et al. (1993) compared the characteristics of aggressive boys who were rejected with those who were not. Although both groups showed higher rates of physical aggression than rejected non-aggressive and comparison (neither aggressive nor rejected) peers, the aggressive-rejected boys exhibited more diverse and severe types of conduct problems than the aggressive-nonrejected boys. The more diverse types of disruptive behaviour exhibited by aggressive-rejected boys tended to reflect greater impulsivity and worse behavioural control (e.g. verbal aggression, rule violations, hyperactivity). In addition, the aggressive-rejected boys exhibited lower adaptive skills on teacher and peer ratings of attentiveness/perceptiveness.

Bierman and colleagues’ (1993) findings are consistent with subsequent studies, which have found that peer rejection in childhood is strongly associated with ADHD, and that children with co-occurring ADHD and aggressive behaviour are at greatest risk for peer rejection (Hinshaw & Melnick, 1995). While they often have ‘controversial’ social status, children exhibiting proactive aggression without co-occurring ADHD are less likely to be rejected by their peers (e.g. Milich & Landau, 1988). The relationship between peer rejection and aggressive and antisocial behaviour appears to be bidirectional. Not only does aggression predict social rejection in childhood, but peer rejection during childhood has also been causally linked to persistent and escalating levels of antisocial behaviour in adolescence (Coie et al., 1995a). One potential mechanism underlying this relationship is that children who are rejected by their mainstream peers may be increasingly likely to affiliate with deviant peers, from whom they receive reinforcement for aggressive and delinquent acts.

Changes in psychopathic traits over time

Although there has been an increased interest in understanding the development of callous-unemotional (CU) traits in youth, longitudinal research in this area is sparse (for an exception, see Frick et al., 2003). To address the lack of longitudinal research investigating the possible interactions between child anxiety and parenting practices in predicting the development of CU traits in school-aged children, Pardini et al. (2007) examined the development of CU traits across a 1-year period with a sample of 120 moderately to highly aggressive children. Consistent with prior research, CU traits in children displayed a moderate degree of temporal stability and predicted increases in antisocial behaviour across time. However, CU traits were changeable across this relatively brief developmental span and were affected by certain protective factors. Specifically, children who were exposed to lower levels of harsh punishment and perceived their parent as warm and involved exhibited decreases in CU traits over time. These parenting practices were also related to reductions in antisocial behaviour, suggesting that the co-occurrence between CU traits and antisocial behaviour might be partially due to shared environmental influences. In contrast, lower levels of anxiety were uniquely related to increases in CU traits over time, particularly for children who describe their caregiver as exhibiting relatively little warmth and involvement. The results suggested the important protective role of certain parenting practices, especially parent warmth and involvement, in moderating the development of CU traits during these preadolescent years.

In another recent longitudinal study (Barry et al., 2008), 80 moderately aggressive preadolescents were followed for three annual assessments and, similar to the prior study, had moderately stable psychopathic characteristics over time. This study examined whether children’s social relations might affect the development and change of psychopathic traits over time. Although consistent findings were not evident at all time points, partial evidence for moderation was found. The stability of narcissism was affected by the child’s perception of his or her social competence, and, in contrast, the stability of impulsive conduct problems (i.e. the behavioural dimension of psychopathy) was influenced by the child’s social competence based on teacher ratings and their social preference based on peer ratings. As expected, greater impairments in these social areas were associated with more stable and persistent psychopathic characteristics, including narcissism and impulsive conduct problems, whereas better social functioning was associated with decreasing levels of psychopathic characteristics across time. These two longitudinal studies both suggest important parent and peer contextual factors that can buffer against, or enhance, the likelihood of psychopathic traits increasing in strength over time.

Developmental models and a etiology of disorder

Developmental psychopathology is concerned with the question of how causal processes operate to result in a given outcome (Rutter & Sroufe, 2000; Lochman et al., 2008a). Questions of nature versus nurture and of the relative contributions of genetic and environmental factors are considered under the umbrella of causal processes, and we will explore these issues in Chapters 4 and 5. Research conducted from a developmental psychopathology perspective has demonstrated the complex interactions of genes and environment in normal and abnormal behavioural variations (Plomin & Rutter, 1998; Rutter, 2008). In the study of causal processes, the developmental psychopathology approach also incorporates the principles of equifinality (i.e. the same outcome through different pathways) and multifinality (i.e. different outcomes through the same pathway). Developmental psychopathology focuses on certain classes of variable that influence trajectories of behavioural development: risk factors (such as smoking during pregnancy, which predict the likelihood of problems emerging or being maintained across time), protective factors (such as parental warmth, which alter and influence the relationship between a risk factor such as neighbourhood violence and subsequent negative outcomes; Masten, 2006; Patel & Goodman, 2007) and promotive factors (which are positive variables such as family communication that contribute to the development of positive social behaviours; Youngblade et al., 2007).

Summary points


	Developmental psychopathology examines developmental processes in children from the point of view of diverse disciplines such as psychology, psychiatry, sociology, biology and epidemiology.

	Non-compliant child behaviours by themselves are not a cause for referral or diagnosis, but the intensity, form and effects of such behaviours, along with the child’s age, can indicate abnormal levels of non-compliant behaviour.

	Normatively, physically aggressive behaviour occurs frequently in young children, but the rates of physically aggressive children begin to noticeably decline after 2½-3 years of age.

	Children with aggressive behaviour are at risk of severe antisocial behaviour in adolescence, and of antisocial personality disorder in adulthood.

	‘Early starters’ are children who begin displaying delinquent and antisocial behaviour during childhood and are at risk of continuing to persist in offending throughout the life-span.

	Children who are both aggressive and highly rejected by their peer group are at particularly high risk for negative adolescent outcomes.
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Basic issues on aetiology

In this chapter, we discuss some essential issues on aetiology in order to provide an adequate foundation for the review of individual and environmental aetiological factors in Chapters 4 and 5. Because dysfunctions of the brain play a role in the development of all psychiatric disorders, including the disruptive behaviour disorders (DBDs), we will first clarify how to conceptualize the functioning of the brain in relation to the functioning of the mind, and the role of social experiences in this relationship. We will then discuss the essential difference between the concepts of ‘correlate’ and ‘risk factor’. Specific attention will be given to comorbidity of attention deficit/hyperactivity disorder (ADHD) in the DBDs. Finally, we will provide a general aetiological framework for the DBDs.

The brain-mind-environment relationship

In a seminal paper, Kandel in 1998 outlined a framework for psychiatry. Some of his ideas are relevant here. First, since all mental processes (or ‘mind’) derive from operations of the brain, psychiatric disorders are disturbances of brain function, even when the causes of the disturbances are environmental in origin. Second, as genes and their protein products are important determinants of the pattern of interconnections between neurons in the brain, genes contribute to the development of psychiatric disorders. Third, just as genes contribute to behaviour, so behaviour and social factors can exert actions on the brain and its (psychological) functions by modifying the expression of genes and thus the function of nerve cells. Learning, including both learning that results in dysfunctional behaviour and learning within the context of psychotherapy, produces changes in synaptic connections.

In other words, the causal relationship between brain and mind is bidirectional (Kendler, 2005). Not only do changes in the brain directly affect psychological functions, but the training of psychological functions may produce changes in the brain as well. The latter mind-to-brain causal relationship is demonstrated in studies on brain function following psychotherapeutic intervention (for a review, see Etkin et al., 2005). For example, patients with obsessive compulsive disorder who responded to behaviour therapy (which trains response prevention after exposure) showed greater decreases in right caudate metabolism than patients who did not respond (Schwartz et al., 1996). Both selective serotonin reuptake inhibitor and behaviour therapy have produced changes in brain functioning in obsessive compulsive disorder (Baxter et al., 1992). Thus, learning may alter brain functioning.

Not only do social experiences affect the functioning of the brain, but the environment also affects the functioning of genes (Hernandez & Blazer, 2006; Rutter, 2006). Briefly, the DNA, which carries the inherited genetic information, specifies the synthesis of messenger RNA. The latter specifies the synthesis of polypeptides, which will ultimately form proteins. However, only a proportion of the genes in any one cell are ‘expressed’. Indeed, the effects of genes are dependent on whether they are functionally activated; this is called gene expression. Here the environment may play a role, not in affecting the DNA but in affecting the transcription and translation processes, i.e. the process by which the DNA directs the synthesis of messenger RNA (transcription) and the process by which this transcribed messenger RNA is translated into a polypeptide (translation). Although we can currently only speculate about the implications of the emerging field of gene expression on the aetiology of DBDs, we are far moved from the debate about nature versus nurture (Rutter, 2006).

Risk factors and the causation of disorders

The various factors involved in the causation of psychiatric disorders almost always act in a probabilistic rather than a deterministic fashion. In other words, the factors increase the likelihood of the specific disorder but do not determine it. These factors are therefore called ‘risk factors’.

Risk factors need to be distinguished from correlates in that they precede the outcome, such as a disorder (Kraemer et al., 1997). Many individual and environmental characteristics have been shown to be associated with children with DBDs, antisocial or aggressive behaviour, as will be discussed in Chapters 4 and 5. However, it has not always been demonstrated that the risk characteristic preceded the occurrence of the DBD or maladaptive behaviour. Only studies using a longitudinal design can differentiate between correlates and risk factors.

Moreover, many risk factors do not indicate the mechanisms that actually cause the disorder (Rutter, 2003). Thus, for example, some prospective studies of low autonomic arousal have shown that this characteristic is associated with an increased risk of aggressive and antisocial behaviour (Venables, 1989; Raine et al., 1997a). Although hypotheses about the specific mechanisms involved (e.g. fearlessness, sensation-seeking) have been generated, these have not been rigorously tested. Therefore, the precise mechanisms involved with low autonomic arousal as a factor in the development of aggressive and antisocial behaviour are unclear.

To be called a causal factor or an active mechanism influencing the development and maintenance of the disorder, a risk factor should be manipulable and, when manipulated, the risk factor should be shown to change the risk of the outcome (Kraemer et al., 1997). Psychotherapeutic interventions can be used to demonstrate whether changing individual or environmental characteristics, such as the school child’s social problem-solving skills or the parents’ discipline skills, result in decreases of maladaptive behaviour. Thus, studies of the mediation processes in psychotherapy have the potential to contribute to aetiological models of psychopathology.

However, findings that changes in a child’s social problem-solving skills and in the parents’ discipline skills are related to and precede decreases of maladaptive behaviour may only mean that these skills play a causal role in the persistence of an already established DBD. In other words, it may be likely that these skills were not involved in the initial causation of the DBDs but instead may play a causal role in the maintenance of the disorder. In our view, in the discussion about the aetiology of psychiatric disorders, the distinction between processes involved in the initiation of the disorder and processes involved in the maintenance of the disorder has been neglected.

We also need to differentiate proximal from distal risk factors. Proximal risk factors directly affect the child’s behaviour, whereas distal risk factors operate via proximal factors. For example, inappropriate parenting skills such as inconsistent discipline are proximal to the child’s antisocial behaviour but are embedded in a larger matrix of distal contextual variables such as maternal depression, marital disharmony and low socioeconomic status.

In Chapters 4 and 5, many empirically supported risk factors are discussed, and these factors may operate in conjunction with each other in two ways. They may add to each others’ effects (additive) or they may interact with each other (moderating). Factors operate in addition to each other when each factor (e.g. a large family or broken home) operates as a risk factor, and the various factors (both large family and broken home) provide an accumulated risk. Factors operate in interaction with each other when a factor operates only in the presence of another factor, for example when the effect of exposure to an environmental risk such as physical abuse depends on a child’s genotype.

Although our knowledge about the individual and environmental factors involved in the development and persistence of the DBDs is growing, we are still far away from a full understanding of the specific causal processes underlying the development of the DBDs over time. Moreover, our growing insight only relates to the DBDs at a group level. Thus, we do not yet know where the disorder comes from for each individual child. Therefore, in the assessment of an individual child, we cannot aim at a full understanding of the causation of the disorder (see Chapter 6). Nevertheless, a thorough knowledge of risk factors involved in the causation of DBDs is important for clinicians, either as background information that serves as important foundation for interventions, or in order to generate a hypothesis of the possible processes involved in the development of the disorder in a particular child. The latter hypothesis can be used to guide and adapt manual-based interventions to fit the primary risks experienced by specific children.

The comorbidity between the DBDs and ADHD

For many years, the research fields of the DBDs (and antisocial or aggressive behaviour) and ADHD (and hyperactive, impulsive and inattentive behaviour) have been split as if these two groups of disorders and related behaviours have been independent of each other. Studies on correlates and risk factors in the DBDs did not take into account the possible co-occurrence of ADHD symptoms, and vice versa. Even today, studies on the aetiology of antisocial, aggressive and delinquent behaviour sometimes omit to control for the possible role of hyperactivity-impulsivity and attention problems in their statistical analyses. This separation of the research areas of the DBDs and ADHD has hampered our understanding of these two groups of related disorders. Fortunately, the last decade has seen an integration of the research fields of the DBDs and ADHD.

This is urgently needed as there is greater comorbidity between the DBDs and ADHD than would be expected by chance. Indeed, as already mentioned, the odds ratio of oppositional defiant disorder/conduct disorder (ODD/CD)– ADHD comorbidity in a meta-analysis of community sample based studies is 10.7 (Angold et al., 1999). As comorbidity is probably higher in clinical samples than in community samples (see, for example, Reeves et al., 1987), some authors state that, at least in everyday clinical practice, DBD–ADHD comorbidity is the norm rather than the exception (Kutcher et al., 2004).

There are various hypotheses for the causes of this comorbidity. According to the three independent disorders model (DBD, ADHD, DBD–ADHD), the comorbid disorder is a separate disorder. Support for the three independent disorders model has been found in family prevalence studies (e.g. Faraone et al., 1997). In contrast, the correlated liability or correlated risk model hypothesizes that there is a continuous relation between the liability to one disorder and the liability to the other disorder. Behavioural genetic studies using the twin method suggest that there is a substantial overlap between the genetic influences on ADHD and the genetic influences on the DBDs (e.g. Nadder et al., 2002), supporting the correlated liability model.

In a twin study, the three independent disorders model and the correlated liability model were tested using a model-fitting approach that has been shown to have the potential to validly discriminate between the two models (Rhee et al., 2008). The hypothesis that comorbidity is due to the presence of a separate CD + ADHD disorder could be rejected, whereas the hypothesis that there are shared genetic and environmental influences on ADHD and CD that explain the comorbidity between CD and ADHD was supported. There thus seems to be more evidence for the correlated liability model than for the three independent disorders model.

An aetiological framework

Many individual and environmental factors have been identified that may play a role in the initiation and persistence of the DBDs in children; these will be discussed in Chapters 4 and 5. These factors operate with each other in ways we only partially understand. Although we are far remote from an integrative theory to explain the development of DBDs, we can outline here the structure of an overall aetiological framework.

The development of the ODD and childhood-onset CD often starts in the toddler years, and maybe even in infancy. At 1½ to 3 years of age, children may show problem behaviours such as restlessness, negativism and irritability (i.e. temperamental characteristics) that are genetic or environmental biologically determined (e.g. from smoking during pregnancy). In the preschool years (3–6 years of age), these problem behaviours may develop into symptoms of DBD due to neurobiological factors on the one side and the negative parenting behaviours that the child’s problem behaviours evoke on the other side.

Indeed, coercive parent–child interactions do develop from the preschool years onwards. These coercive interactions are elicited by the child’s maladaptive behaviours, but personality characteristics in the parents such as impulsivity contribute to these interactions as well. Negative parent–child interactions together with negative peer interactions evoked by the preschool and school child’s maladaptive behaviours sustain the symptoms. These negative interchanges also result in deviant cognitive and emotion-regulating capabilities that, in turn, sustain the symptoms. Moreover, the functioning of the parents, the peers and the child is also affected by contextual factors such as the neighbourhood and the school. Importantly, neurobiological factors that have played a role in the initiation of the DBDs go on playing a role in the maintenance of the disorders.

One important characteristic of this aetiological framework is that causality is considered to be multidirectional instead of linear. Thus, the preschool and school child’s non-compliant behaviour and anger outbursts may lead to parental disagreement about how to manage the child’s misbehaviour. This disagreement may result in inconsistencies in parenting that reinforce the preschool and school child’s misbehaviour.

Although prospective longitudinal studies with young children suggest that the DBDs start much earlier than at school age (see Chapter 2), it should not be ruled out that there actually are children with a typical development until, say, the age of 7 or 8 years who only then start showing disruptive behaviours associated with academic underachievement or environmental factors such as insufficient monitoring.

Finally, heterogeneity in the DBDs not only is manifested in the large variety of symptoms and associated disorders (see Chapter 1), but also applies to aetiology. Thus, different sets of causal pathway may lead to different manifestations of DBDs.

Summary points


	Genes contribute to the development of psychiatric disorders because genes and their protein products are important determinants of the pattern of neural interconnections in the brain.

	Not only do dysfunctions of the brain manifest in dysfunctions of the mind (mental processes), but the mind, through the individual’s experiences in the environment, affect brain functioning as well. In other words, social factors exert actions on the brain and its (psychological) functions by modifying the expression of genes and thus the function of nerve cells.

	The various factors involved in the causation of psychiatric disorders almost always act in a probabilistic rather than a deterministic fashion. In other words, the factors increase the likelihood of the specific disorder but do not determine it. These factors are therefore called ‘risk factors’. These need to be distinguished from correlates in that risk factors precede the occurrence of disorders.

	Proximal risk factors (e.g. inappropriate parenting skills such as inconsistent discipline) directly affect the child’s behaviour, whereas distal risk factors (e.g. marital disharmony) operate via proximal factors.

	In order for a risk factor to be called causal or an active mechanism influencing the development and maintenance of the disorder, it should be shown to be manipulable, and, when manipulated, it should be shown to change the risk of the outcome.

	In the discussion about the aetiology of psychiatric disorders, the distinction between processes involved in the initiation of the disorder and processes involved in the maintenance of the disorder has been neglected.

	There is more support for a correlated liability model than for a separate disorder model when explaining DBD–ADHD comorbidity.

	The development of ODD and childhood-onset CD starts in the toddler years, and maybe even in infancy. Genetic or environmental biologically determined problem behaviours such as restlessness, negativism and irritability that manifest in toddlerhood may develop into symptoms of DBD during the preschool years due to neurobiological factors on the one hand and coercive parent–child interactions elicited by the child’s problem behaviours on the other. Over the years, negative interactions between the child and others result in deviant cognitive and emotion-regulating capabilities that sustain the symptoms. Furthermore, the functioning of the parents, the child and peers is also affected by contextual factors such as the neighbourhood and the school. Neurobiological factors that have played a role in the initiation of the DBDs go on playing a role in the maintenance of the disorders.
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