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Lecture 1: Introduction to Child and Adolescent 

Psychopathology 

Introduction  : 

Psychopathology constitutes one of the fundamental branches of clinical 

psychology. It examines abnormal psychological phenomena from diagnostic, 

interpretive, and therapeutic perspectives. Although this scientific field initially 

evolved through the study of adults, the focus on children and adolescents emerged 

relatively late due to several reasons — notably, the ambiguity of symptoms in these 

developmental stages and the difficulty of distinguishing between transient 

developmental behaviors and pathological manifestations. 

With the growing recognition of the crucial role of childhood and adolescence in 

establishing the psychological structure of personality, the need arose for a 

specialized branch of psychopathology directed toward these age groups 

(Ajuriaguerra, 1980). 

This lecture aims to present the historical and theoretical foundations of child and 

adolescent psychopathology, to provide an expanded analysis of the concepts of 

normality and abnormality, the criteria used to differentiate between them, and to 

clarify the diagnostic challenges specific to these age categories. 

1. Historical Overview : 

At the beginning of the 19th century, psychological studies focused primarily on 

adolescence rather than childhood. The turning point occurred in 1905, when Alfred 

Binet introduced the first intelligence test, coinciding with Sigmund Freud’s 

publication of his Three Essays on the Theory of Sexuality, which shed light on the 

child’s psychic life and its potential disturbances (Freud, 1905/2000). 

Subsequently, with the contributions of Jean Piaget and Henri Wallon, research 

expanded to include the study of cognitive and psychological development as well 

as childhood disorders. Since the 1940s, with the proliferation of psychoanalytic, 

behavioral, and cognitive schools, the child began to be viewed as a psychologically 

autonomous being, distinct from the adult (Piaget, 1964). 

The historical development of psychopathology proceeded along two primary 

directions: 

• A general direction, focusing on adults and grounded in psychoanalytic 

concepts concerning personality development across life stages (Reicherts, 2008). 

• A specific direction, dedicated to particular developmental stages (childhood 

and adolescence), viewing each stage as characterized by its own types of 

psychopathological disorders. 



Lecture 1:   Introduction to Child and Adolescent Psychopathology 

 
 

 
3 

It is worth noting that the emergence of child psychopathology as an independent 

discipline was delayed due to two major factors: 

(1) the ambiguity of symptoms and the difficulty of distinguishing them 

from normal developmental manifestations, and 

(2) the dominance of the medical model, which traditionally subsumed childhood 

mental disorders under general psychiatry (Rousseau, 1762/1979). 

2. Theoretical Frameworks in Psychopathology  : 

A. The Psychoanalytic Theory : 

This perspective posits that pathological symptoms observed in adulthood 

originate in early childhood, particularly within the context of the Oedipus complex. 

Psychological normality (normality) corresponds to the successful resolution of this 

complex and the proper organization of instinctual drives, whereas psychopathology 

reflects fixation or failure in resolving such conflicts (Freud, 1905/2000). 

 

Psychoanalysis introduced a dynamic dimension to understanding childhood 

functioning: the symptom is not a superficial phenomenon but rather a symbolic 

expression of an internal conflict. 

Its strength lies in its depth of interpretation and its emphasis on unconscious 

processes; however, it has been criticized for the difficulty of empirical validation 

of its theoretical assumptions (Reicherts, 2008). 

B. The Behavioral Theory : 

Emerging with Watson and Skinner, the behavioral approach considers all 

behaviors to be learned through conditioning mechanisms. Pathology, therefore, is 

not viewed as an internal disturbance but as a maladaptive behavior resulting from 

inappropriate reinforcement patterns. 

Behavioral therapy aims to eliminate undesirable behaviors through 

reinforcement control or extinction techniques (Skinner, 1953). 

Strengths: reliance on observation and experimental verification. 

Weaknesses: neglect of internal cognitive and emotional processes, which 

makes it insufficient to explain the complexity of children’s psychological dynamics 

on its own. 

C. The Cognitive Theory : 

Aaron Beck (1967) offered a distinct perspective, proposing that mental 

disorders arise from distorted cognitive schemas—internalized mental structures 

through which individuals perceive and interpret their experiences. 
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A child who develops negative cognitive schemas tends to interpret the world 

and the self pessimistically, predisposing them to emotional disorders such as 

depression or anxiety. 

This theory bridges the gap between education and cognitive-behavioral 

therapy (CBT), emphasizing that modifying patterns of thought can effectively alter 

emotional responses and behaviors. 

D. The Atheoretical (Descriptive) Approach : 

Through the Diagnostic and Statistical Manual of Mental Disorders (DSM), the 

American Psychiatric Association (APA) established standardized classifications 

for mental disorders based on the objective description of symptoms rather than 

their psychodynamic or etiological explanations. 

This descriptive approach has facilitated diagnosis and professional 

communication among clinicians, yet it has also faced criticism for neglecting the 

dynamic and structural aspects of personality functioning (APA, 2013). 

E. The Systemic Approach : 

From this standpoint, the child is perceived as an integral part of a family and 

social system, where the symptom is not simply an individual issue but rather an 

expression of dysfunction within the family equilibrium. 

For example, a child’s anxiety may reflect the conflicts or emotional tensions 

between parents. Thus, the focus shifts from the individual to the relational context 

(Minuchin, 1974). 

3. The Concept of Normality and Abnormality  : 

In psychopathology, normality refers to the individual’s psychological and social 

adjustment, whereas abnormality denotes a significant and non-adaptive deviation 

from accepted behavioral norms and values. The distinction between the two is 

complex and multidimensional, encompassing social, psychological, and biological 

dimensions. 

A. Normality  : 

Normality implies psychological health and congruence between the 

individual’s internal world and their social environment.  From a sociocultural 

perspective, a normal individual behaves in ways that conform to prevailing moral 

and cultural standards. 

From a psychological perspective, normality involves adaptive, realistic, and 

effective coping with life’s demands (Maher & Maher, 1985). 

According to Freud (1930/1961), a psychologically healthy person is “one who 

can love and work,” reflecting emotional maturity and productive engagement with 

reality. 
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In contrast, Maslow (1943) conceptualized normality as the state of self-

actualization, the realization of one’s potential and intrinsic growth. 

Contemporary perspectives emphasize that normality is not a fixed condition but 

a dynamic capacity for adaptation, allowing the individual to adjust effectively to 

changing circumstances (Maher & Maher, 1985). 

B. Abnormality  : 

Abnormality represents a departure from socially and psychologically 

acceptable standards, often associated with mental disorder or psychological 

dysfunction. 

It is commonly equated with deviance, maladjustment, or psychopathology 

(Eysenck, 1972). 

4. Criteria of Normality and Abnormality  : 

Given the complexity of human behavior, several criteria have been proposed to 

distinguish between normal and abnormal functioning. Each provides a partial 

perspective and has its own limitations. 

A. The Statistical Criterion  : 

Within this view, deviance is defined as a quantitative departure from the 

population mean—that is, statistically rare behaviors are considered abnormal. 

Critique: 

This approach fails to differentiate between positive deviations (such as high 

intelligence) and negative deviations (such as intellectual disability), as both are 

statistically infrequent (Eysenck, 1972). 

Furthermore, some behaviors are common but maladaptive, such as smoking, 

while others are rare but desirable, such as daily physical exercise. 

Hence, this criterion reduces normality to numerical frequency without 

considering qualitative aspects of behavior. 

Extended critique: 

Although it offers quantitative clarity, the statistical model erroneously equates 

excellence with pathology and overlooks the contextual or functional value of the 

behavior (Eysenck, 1972). 

B. The Sociocultural Criterion  : 

According to this approach, normality is defined by conformity to social and 

cultural norms, whereas deviation from these norms constitutes abnormality. 

Critique: 

• What is deemed normal in one culture may be considered deviant in another 

(Berry et al., 2002). 
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• It risks confusing mental disorder with social nonconformity. 

• Cultural standards change across time and place, making this criterion 

relativistic and unstable. 

• It neglects the individual’s subjective experience, relying instead on collective 

judgment. 

Extended critique: 

Cultural relativity prevents this model from serving as a universal diagnostic 

standard. For instance, shyness in children is valued as a virtue in China but 

pathologized as social anxiety in Western contexts (Berry et al., 2002). 

C. The Maladaptation Criterion  : 

This criterion evaluates whether a given behavior facilitates or hinders the 

individual’s adaptation to personal goals and daily life demands. A behavior is 

considered abnormal if it interferes with effective functioning or goal attainment. 

Critique: 

Maladaptation may stem from individual factors or environmental conditions. In 

some cases, the behavior itself is adaptive, but the environment fails to support it, 

or conversely, the environment reinforces maladaptive patterns. 

Extended critique: 

This perspective often overlooks the reciprocal influence of environmental 

factors on individual functioning (Davison & Neale, 2001). 

D. The Personal Distress Criterion  : 

From this perspective, abnormality manifests through the individual’s 

subjective experience of suffering, including anxiety, distress, or emotional pain, 

which motivates the person to seek professional help. 

Critique: 

Some patients, such as those with psychotic disorders, may lack insight and 

therefore do not perceive themselves as suffering, despite the presence of severe 

dysfunction (Davison & Neale, 2001). 

Similarly, individuals with psychopathic traits may not experience distress; 

instead, they may derive pleasure from harming others. 

Extended critique: 

The heavy reliance on subjective self-report limits the reliability of this criterion, 

as lack of insight can mask significant pathology. 

E. The Unpredictability Criterion : 

In this model, abnormal behavior is defined as unexpected or disproportionate 

reactions to environmental stressors or life circumstances. 
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Critique: 

It does not distinguish between positive unexpected behaviors (e.g., a child solving 

a complex mathematical problem) and pathological reactions (e.g., aggressive 

outbursts). 

Extended critique: 

By labeling all deviations from the norm as abnormal, this view risks 

pathologizing creative or exceptional achievements. 

F. The Clinical (Medical) Criterion  : 

This criterion focuses on psychiatric and medical diagnosis, emphasizing 

biological or symptomatic indicators of mental disorder, often organized into clinical 

syndromes or diagnostic categories. 

Critique: 

• Many psychological disorders lack clear biological markers. 

• Symptoms can be variable and unstable over time. 

Extended critique: 

Certain disorders, such as neuroses, do not exhibit identifiable biological signs, 

demonstrating the limitations of purely medical approaches to psychopathology. 

Summary: 

Each criterion provides partial insight but remains insufficient on its own. Hence, 

contemporary psychopathology emphasizes the necessity of an integrative 

perspective that combines biological, psychological, and sociocultural dimensions 

(Maher & Maher, 1985). 

5. The Problem of Normality and Abnormality in Children and 

Adolescents  : 

A. In Childhood : 

In childhood, symptoms often appear transient and may represent 

manifestations of normal developmental processes rather than signs of pathology. 

According to Ajuriaguerra (1980), what matters is not the presence of an 

isolated symptom but rather the overall organization of the child’s personality. 

Similarly, Diatkine (1970) emphasizes that clinical diagnosis should never rely 

on a single symptom, as behaviors in children are highly context-dependent and fluid. 

In turn, Bergeret (1974) conceptualizes psychopathology in children as a failure 

of adaptation and creativity, whereby the child becomes unable to find new and 

flexible means to cope with developmental demands. 

Thus, in childhood, the line between the normal and the pathological remains 

particularly ambiguous. Symptoms such as restlessness, withdrawal, or fears may 

represent either temporary developmental reactions or early indicators of 

psychopathological disturbance, depending on their intensity, duration, and impact 

on daily functioning. 
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B. In Adolescence : 

Adolescence constitutes a transitional phase characterized by profound 

biological, cognitive, and emotional changes. 

During this period, normal and pathological manifestations often overlap, 

making clinical differentiation particularly complex. 

The so-called “adolescent crisis” may represent a normative developmental 

process of identity restructuring; however, it can assume a pathological dimension 

if it persists over time or leads to significant functional impairment (Erikson, 1968). 

For example, transient emotional instability and opposition may be typical of 

adolescence, but when such expressions become rigid, pervasive, or destructive, 

they may signal the onset of psychopathological organization, such as depressive 

or personality disorders. 

Discussion  : 

The study of normality and abnormality in childhood and adolescence reveals a 

high degree of conceptual and diagnostic complexity, mainly due to the 

overlapping of developmental and pathological phenomena. Traditional 

diagnostic frameworks—whether statistical, sociocultural, or clinical—prove 

insufficient when applied to these dynamic life stages. 

Hence, an integrative and multidimensional perspective is required, 

combining biological, psychological, social, and cultural components. 

Such a perspective recognizes that the child and adolescent cannot be understood 

outside their contextual environments—family, school, peer groups, and the 

broader sociocultural milieu. 

Furthermore, each theoretical framework provides a distinct explanatory lens: 

• Psychoanalytic approaches highlight internal conflicts and psychodynamic 

structures. 

• Behavioral theories focus on learning processes and reinforcement history. 

• Cognitive models emphasize dysfunctional thought patterns. 

• Systemic theories interpret symptoms as expressions of family 

disequilibrium. 

• Descriptive models (DSM) offer standardized symptom-based 

classifications. 

Integrating these perspectives yields a more comprehensive and clinically 

relevant model for understanding child and adolescent psychopathology. 

Despite significant advances, this field remains rich with questions and 

challenges. 
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The central issue continues to be the delineation of boundaries between normal 

developmental variations and true pathological disorders. 

This difficulty underscores the importance of contextual diagnosis—a process 

that situates symptoms within the individual’s developmental stage, personal history, 

and cultural environment. 

Ultimately, the advancement of child and adolescent psychopathology depends 

on adopting a holistic, interdisciplinary approach that respects the specificities of 

each developmental stage and acknowledges the cultural and social uniqueness 

of every society. 
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Lecture 2: Eating Disorders 

Introduction  : 

A child’s ability to eat and enjoy food is often regarded as an indicator of both 

physical and psychological well-being. Eating disorders are characterized by 

psychological and behavioral disturbances surrounding food intake, leading to 

appetite changes and maladaptive eating behaviors such as vomiting or 

regurgitation (WHO, 1992; American Psychiatric Association, 2013). 

Child nutrition is not merely a biological necessity but rather a multidimensional 

process involving biological, psychological, social, and cultural factors. 

Therefore, any disruption in this process may reflect dysfunction within one of these 

dimensions or their interactions (APA, 2013). 

Evaluating eating disorders in children thus requires a multifaceted assessment, 

including the child’s developmental history, sleeping patterns, parental relationships, 

feeding history, and medical examination to rule out organic causes. 

1. Definition of Feeding Disorders : 

According to the International Classification of Diseases, 10th Edition (ICD-10) 

(WHO, 1992), feeding disorders are disturbances in eating behavior that manifest 

through a variety of patterns, including food refusal and episodic overeating. 

Such disorders may also involve repeated regurgitation (rumination) of food 

in the absence of gastrointestinal disease (WHO, 1992; Malham, 2013). 

Feeding disorders are characterized by a persistent failure to eat adequately or 

by chronic regurgitation of food, resulting in an inability to maintain weight or 

in the development of health problems lasting at least one month. 

The onset must occur before the age of six, and no sufficient organic medical 

explanation should account for the symptoms (Malham, 2013). 

It is essential to differentiate between: 

(a) transient developmental symptoms that occur during normal stages of 

growth, and 

(b) pathological disturbances requiring clinical intervention. 

According to the DSM-5, modern diagnostic criteria emphasize temporal and 

functional dimensions, including the impact on growth, health, or functioning, to 

exclude transient feeding issues (American Psychiatric Association, 2013). 

In clinical practice, it is also crucial to exclude medical causes (such as 

infections, food allergies, swallowing difficulties, or digestive disorders) before 

confirming the psychological nature of the feeding disturbance. 
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2. Classification of Feeding Disorders  : 

Feeding disorders are generally classified into two main categories: 

1. Feeding disorders diagnosed during infancy and early childhood, and 

2. Eating disorders diagnosed during adolescence and adulthood. 

This age-based classification reflects the differences in clinical presentation, 

etiological factors, and developmental trajectories between childhood and 

adolescence (Malham, 2013; El-Dessouki, 2007). 

Age differentiation is also clinically significant because treatment strategies 

vary by developmental stage: 

• In early childhood, the focus lies on modifying the feeding environment and 

training parents, 

• While in adolescence, treatment includes cognitive-behavioral and 

psychological interventions, as well as integrated medical management when 

necessary (APA, 2013). 

2.1 Feeding Disorders Diagnosed During Infancy and Early Childhood  : 

A. Pica Disorder : 

The core feature of Pica is the persistent ingestion of non-nutritive, non-food 

substances for at least one month, such as paint, clay, paper, soil, chalk, cloth, string, 

hair, or stones. 

This disorder is more prevalent among young children, particularly those with 

intellectual disabilities. Some studies estimate prevalence rates ranging between 

10–32% among children aged one to six years (Malham, 2013). 

DSM-5 Diagnostic Criteria for Pica (American Psychiatric Association, 2013): 

A. Persistent eating of non-nutritive, non-food substances for a period of at least one 

month. 

B. The behavior is inappropriate to the individual’s developmental level. 

C. The behavior is not culturally supported or socially normative. 

D. When it occurs in the context of another mental disorder, the behavior is severe 

enough to warrant independent clinical attention (Al-Hamadi, 2013; APA, 2013). 

Biological and Sensory Hypotheses: 

Some cases of Pica are associated with nutritional deficiencies (such as iron or 

zinc deficiency) or sensory processing abnormalities in certain children (Bryant-

Waugh et al., 2010). Hence, laboratory assessments for iron-deficiency anemia and 

metabolic imbalances are recommended. 

Psychological and Behavioral Factors: 

Non-food ingestion may serve as a mechanism for emotional regulation or 

sensory stimulation in children with neurodevelopmental disorders (APA, 2013). 
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Treatment Approaches: 

Interventions involve: 

• Correcting nutritional deficiencies (if present), 

• Implementing behavioral modification (reinforcing alternative behaviors), 

• Environmental safety measures to restrict access to hazardous materials, and 

• Parent education programs to reduce reinforcement of maladaptive eating. 

In cases associated with autism spectrum disorders or intellectual disability, 

advanced behavioral strategies are often necessary. 

B. Rumination Disorder  : 

The primary feature of Rumination Disorder is the repeated regurgitation of 

partially digested food, which is then re-chewed and swallowed again, without 

nausea, disgust, or involuntary vomiting. 

This behavior must persist for at least one month following a period of normal 

feeding. 

It typically affects infants and young children, and in severe cases, may lead to 

significant weight loss or even death (APA, 1994). 

DSM-5 Diagnostic Criteria for Rumination Disorder (APA, 2013): 

A. Repeated regurgitation of food for a period of at least one month. 

B. . The behavior is not attributable to a gastrointestinal or other medical 

condition (e.g., gastroesophageal reflux). 

C. The behavior does not occur exclusively during another eating disorder 

(such as anorexia nervosa). 

D. When occurring alongside another mental disorder, the behavior is 

sufficiently severe to warrant independent clinical attention. 

Medical Differentiation: 

It is essential to rule out gastroesophageal reflux disease (GERD), swallowing or 

respiratory difficulties, and other organic syndromes through comprehensive 

medical and nutritional evaluation. 

Psychological Factors: 

In some cases, rumination may represent an emotion-regulation mechanism or 

a reaction to early trauma or inconsistent feeding relationships. 

Clinical Implications and Treatment Models: 

Consequences such as weight loss and nutrient deficiency may necessitate 

urgent medical intervention (including temporary tube feeding). 

Behavioral interventions focus on teaching the child and caregivers 

alternative responses, and family therapy is recommended when family dynamics 

contribute to maintaining the disorder. 
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C. Loss of Appetite in Children (Childhood Anorexia)  : 

Loss of appetite in children may present in different forms, including lack of 

interest in food, selective refusal of certain types of food, or food aversion. 

The causes may be physical (such as oral diseases, tonsillitis, constipation) or 

psychological (fear, anxiety, sadness, bereavement, or disgust toward food) 

(Malham, 2013). 

Multisource Assessment Approach: 

Evaluation of childhood anorexia requires: 

• A thorough medical examination (oral cavity, teeth, gastrointestinal system), 

• Monitoring of growth parameters (height/weight charts), and 

• Psychological assessment of feeding behaviors and family relationships. 

Differential Diagnosis: 

It is important to distinguish between temporary developmental anorexia (e.g., 

selective eating in certain age periods) and pathological, persistent patterns that 

interfere with growth and functioning. 

Intervention Strategies: 

Treatment focuses on: 

• Modifying the feeding environment, 

• Parent education programs on managing food refusal, 

• Use of behavioral reinforcement techniques, and 

• Consultation with a nutritionist or physician when there is significant weight 

loss. 

2.2 Feeding and Eating Disorders Diagnosed During Adolescence and 

Adulthood  : 

1. Anorexia Nervosa : 

1.1 Definition  : 

Anorexia nervosa is a psychophysiological disorder characterized by self-

induced starvation or refusal to eat, leading to severe weight loss and an intense 

fear of becoming fat. 

It most frequently emerges during adolescence, and is particularly common among 

females (El-Dessouki, 2006; El-Dessouki, 2007). 

1.2 Clinical Features  : 

• Voluntary restriction of food intake and adherence to a rigid diet. 

• Extreme emaciation and intense fear of weight gain. 

• In females, amenorrhea (cessation of menstruation) is a common symptom. 

• Greater prevalence in affluent sociocultural settings emphasizing thinness 

and self-control. 
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1.3 DSM-5 Diagnostic Criteria (American Psychiatric Association, 2013)  : 

A. Restriction of energy intake leading to significantly low body weight relative 

to age, sex, developmental trajectory, and physical health. 

B. Intense fear of gaining weight or persistent behavior that interferes with 

weight gain, even when underweight. 

C. Disturbance in the way one’s body weight or shape is experienced, undue 

influence of body weight or shape on self-evaluation, or persistent lack of recognition 

of the seriousness of the current low body weight. 

Biopsychosocial Dimensions  : 

Anorexia nervosa is understood as a multifactorial disorder involving: 

• Biological predisposition (genetic or neurobiological vulnerabilities), 

• Cognitive distortions such as body image distortion and perfectionism, 

• Sociocultural pressures emphasizing slimness as an aesthetic ideal 

(Treasure, Schmidt, & Van Furth, 2005). 

Medical Complications  : 

Anorexia can lead to serious medical complications, including: 

• Electrolyte imbalance, 

• Bradycardia (slow heart rate), 

• Hypotension (low blood pressure), 

• Osteoporosis, 

• Multi-organ dysfunction in severe cases. 

Therefore, continuous medical monitoring is essential throughout treatment 

(APA, 2013). 

Prognosis and Treatment  : 

Treatment of anorexia nervosa requires a multidisciplinary approach 

involving: 

• Nutritional rehabilitation, 

• Psychiatric care, 

• Family-based therapy (particularly effective in adolescents), and 

• Hospitalization when low weight poses a life-threatening risk. 

Early diagnosis and intervention significantly improve treatment outcomes. 

2. Bulimia Nervosa  : 

2.1 Definition  : 

Bulimia nervosa is a syndrome characterized by recurrent episodes of binge 

eating followed by compensatory behaviors aimed at preventing weight gain, such 

as self-induced vomiting, laxative misuse, fasting, or excessive exercise. 

Individuals with bulimia share with anorexia a preoccupation with body image and 

weight (Youssef, 2000; Mokhimer et al., 2006). 
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2.2 Clinical Features  : 

• Persistent preoccupation with eating. 

• Recurrent binge episodes, characterized by consuming large quantities of 

food within a short period. 

• Sense of loss of control during binge episodes. 

• Compensatory behaviors (vomiting, laxative use, fasting, or excessive 

physical activity). 

• Body weight often remains within the normal range, masking the disorder 

clinically. 

2.3 DSM-5 Diagnostic Criteria (APA, 2013) : 

A. Recurrent episodes of binge eating, defined as eating an unusually large 

amount of food within approximately two hours. 

B. The binge episodes are associated with three or more of the following: 

• Eating much more rapidly than normal. 

• Eating until feeling uncomfortably full. 

• Eating large amounts when not physically hungry. 

• Eating alone due to embarrassment. 

• Feeling disgusted, depressed, or very guilty afterward. 

C. The individual experiences marked distress regarding binge eating. 

Prevalence and Clinical Patterns : 

Bulimia nervosa typically appears in adolescents and young adults. 

Frequent binge–purge cycles lead to significant medical complications, such as: 

• Esophageal irritation or tears, 

• Electrolyte imbalance, and 

• Dental enamel erosion due to chronic vomiting. 

Etiological Factors  : 

• Biological and psychological contributors: abnormalities in appetite 

regulation, reward systems, and impulse control. 

• Sociocultural and familial influences: societal emphasis on thinness and 

dysfunctional family dynamics. 

• Genetic predisposition: evidence suggests a moderate heritability 

component (Bulik, 2002). 

Treatment Approaches  : 

The cognitive-behavioral therapy (CBT) model is the treatment of choice for 

adults with bulimia nervosa. 

Family-based interventions have proven particularly effective for adolescents. 

Treatment outcomes depend largely on early diagnosis, symptom severity, and 

comorbid conditions. 
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3. Causative and Interacting Factors in Feeding and Eating Disorders  : 

A. Biological Factors  : 

Although some early studies reported no conclusive evidence of hereditary or 

functional abnormalities underlying eating disorders (Abdel-Khalek, 1997), recent 

research provides moderate heritability estimates across specific types of eating 

disorders. 

Genetic factors contribute to vulnerability, interacting with disturbances in 

reward pathways, neuroendocrine regulation, and hormonal mechanisms 

associated with satiety and fullness. 

These biological irregularities may enhance susceptibility to anorexia nervosa 

or bulimia nervosa by influencing appetite control and energy regulation (Kaye 

et al., 2009). 

Additionally, dysfunctions in serotonin and dopamine systems have been 

linked to distorted body perception, anxiety, and compulsive behavior, all of 

which contribute to the maintenance of eating pathology. 

B. Psychological Factors  : 

Psychological dimensions of eating disorders often involve fear, anxiety, guilt, 

low self-esteem, and body image preoccupation (El-Dessouki, 2007). 

From a psychodynamic perspective, unresolved internal conflicts, defense 

mechanisms, and control issues are viewed as central maintaining factors (Freud, 

cited in El-Dessouki, 2007). 

Contemporary cognitive and psychodynamic models emphasize the presence 

of: 

• Cognitive distortions about body image and weight, 

• Maladaptive perfectionism and need for control, and 

• Emotional dysregulation as a coping mechanism to maintain pathological 

eating patterns (Beck, 1967; Bruch, 1973). 

These factors often emerge early in life, shaped by attachment experiences and 

reinforced by societal feedback concerning body ideals. 

C. Social and Cultural Factors  : 

Social and cultural influences play a pivotal etiological role in the development 

of eating disorders. 

These include media exposure, family eating habits, socioeconomic 

conditions, and family system dysfunction (Stice, 2002). 

Cultural ideals of thinness, glamorized by mass media, promote unrealistic 

beauty standards, leading to dissatisfaction with body image and increased risk for 

restrictive or compensatory behaviors. 

Moreover, family dynamics marked by excessive control, enmeshment, or high 

parental expectations may interfere with the individual’s autonomy and self-
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regulation, creating fertile ground for eating disturbances to emerge as a form of 

self-expression or control. 

D. Behavioral and Lifestyle Factors  : 

Behavioral and somatic habits also contribute significantly to the development 

and maintenance of feeding and eating disorders. 

These include disorganized eating patterns, use of food as a reward or 

punishment, and inappropriate dietary practices. 

Such habits progressively reinforce maladaptive nutritional behaviors, 

particularly in the absence of adequate health education or family guidance. 

Preventive and therapeutic interventions must therefore focus on: 

• Nutritional education, 

• Behavioral modification, and 

• Promoting healthy attitudes toward body image and food consumption 

within the family and school environments. 

Conclusion  : 

Feeding and eating disorders represent a complex interplay of biological, 

psychological, social, and behavioral determinants. 

Their early manifestations in childhood or adolescence necessitate 

comprehensive, interdisciplinary assessment and intervention, combining 

medical, psychological, and educational strategies. 

A thorough understanding of these disorders requires integrating developmental 

perspectives with clinical psychopathology, while maintaining sensitivity to 

cultural and familial contexts. 

Effective management involves not only addressing symptoms but also modifying 

underlying cognitive, emotional, and relational factors that sustain maladaptive 

eating patterns. 

The evolution of treatment models—from psychoanalytic interpretations to 

cognitive-behavioral and family-based therapies—reflects a growing recognition 

that successful intervention must encompass the individual, the family, and the 

sociocultural environment in which the disorder develops. 
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Lecture 3: Elimination Disorders in Children 

Introduction  : 

Elimination disorders are among the most common developmental 

disturbances observed in childhood. They are a frequent source of parental 

concern and educational challenges due to their adverse effects on the child’s self-

esteem, social relationships, and academic functioning. 

These disorders are understood as multidimensional conditions, involving the 

interaction of biological, psychological, and social factors, which renders their 

diagnosis and treatment particularly complex (American Psychiatric Association, 

2013). 

I. Enuresis (Involuntary Urination)  : 

1. Definition : 

Enuresis is defined as the repeated and involuntary discharge of urine into 

the bed or clothing, during the day or night, in a child aged five years or older, in 

the absence of any identifiable organic or neurological cause (Okasha, 2001). 

It is considered a disorder when the behavior occurs at least twice a week for 

three consecutive months, or when it causes clinically significant distress or 

functional impairment (American Psychiatric Association, 2013). 

According to the DSM-5, enuresis is categorized under Elimination Disorders. 

To qualify as a clinical diagnosis, the behavior must be inappropriate for the 

child’s developmental and cultural context and not attributable to medication 

use or urinary system disorders. 

Neurophysiological studies have shown that children with enuresis display 

distinct brain activity patterns during deep sleep, particularly in regions 

associated with bladder control (Butler et al., 2005). 

2. Types of Enuresis  : 

• Primary Enuresis: 

The child has never achieved urinary continence since birth. This form constitutes 

the majority of cases and is often attributed to delayed maturation of the central 

nervous system. 

• Secondary Enuresis: 

The child had previously achieved bladder control for at least one year but later 

relapsed. It is frequently associated with psychological stressors such as trauma, 

family changes, or the birth of a sibling (Mimouni, 2003). 
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3. Forms of Enuresis  : 

• Diurnal Enuresis (Daytime Wetting): Often linked to inattention or over-

absorption in play. 

• Nocturnal Enuresis (Nighttime Wetting): The most common form, typically 

occurring during deep sleep stages. 

• Regressive Enuresis: A return of bedwetting after a period of dryness. 

• Situational Enuresis: Triggered by stressful life events such as academic 

failure or parental loss. 

• Intermittent Enuresis: Alternating periods of wetting and dryness 

(Suleiman, 2005). 

4. Etiology (Causes)  : 

A. Organic Factors  : 

• Genetic influences: 

Studies indicate that a family history of enuresis significantly increases the 

likelihood of occurrence in offspring (Eapen et al., 2013). 

• Physiological causes: 

Conditions such as urinary tract infections, hormonal deficiencies (notably 

decreased secretion of antidiuretic hormone ADH), diabetes mellitus, chronic 

constipation, or enlarged tonsils can contribute (Okasha, 2001). 

B. Psychological Factors : 

• Emotional conflicts such as sibling jealousy, family tension, or insecurity 

may trigger enuresis. 

• Research indicates a high comorbidity between enuresis and anxiety and 

depressive disorders in children (Von Gontard et al., 2016). 

• Harsh punishment or ridicule by parents tends to exacerbate the problem 

rather than alleviate it (Faheem, 1993; Al-Khalidi et al., 1998). 

5. DSM-5 Diagnostic Criteria  : 

• Repeated voiding of urine twice a week or more for at least three consecutive 

months. 

• Chronological age of five years or older. 

• The behavior is not attributable to a substance or another medical 

condition (American Psychiatric Association, 2013). 
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6. Theoretical Explanations  : 

• Psychoanalytic Perspective: 

• Enuresis represents a regression to an earlier psychosexual stage and 

expresses unconscious dependency needs or repressed aggression (Al-Issawi, 

2004; Freud, 1905/2000). 

• Cognitive-Behavioral Perspective: 

Enuresis is conceptualized as a learned maladaptive behavior resulting from 

inadequate reinforcement. Treatment focuses on behavioral retraining, including 

bladder control programs and nocturnal alarm therapy (Houts et al., 1994). 

II. Encopresis (Involuntary Defecation) : 

1. Definition  : 

Encopresis refers to the repeated passage of feces into inappropriate places, 

such as clothing or the floor, either intentionally or unintentionally, in children 

aged four years or older. 

For a clinical diagnosis, the behavior must persist for at least three months 

(American Psychiatric Association, 2013; El-Sharibini, 2002). 

This disorder is considered developmental in nature, representing a delay or 

disruption in the acquisition of bowel control. It can have both biological and 

psychological underpinnings, and its chronicity often leads to social 

embarrassment and emotional distress. 

2. Prevalence: 

Epidemiological studies indicate that encopresis affects approximately 2.3% of 

boys and 0.7% of girls beyond the age of eight, with prevalence rates declining 

gradually during adolescence (Saeed Hosni, 2002). 

This gender difference is often attributed to developmental and socialization 

patterns related to toileting behavior. 

3. Etiology (Causes)  : 

A. Organic Causes  : 

Organic or physiological factors may include: 

• Chronic constipation, leading to fecal impaction and overflow incontinence; 

• Neurological dysfunctions affecting sphincter control; 

• Gastrointestinal anomalies interfering with normal bowel movement 

(Mostafa, 2003). 

B. Psychological Causes  : 

From a psychological standpoint, contributing factors include: 
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• Early or harsh toilet training, resulting in resistance and anxiety toward 

defecation; 

• Family conflicts or parental inconsistency, which may reinforce avoidance 

behaviors; 

• Emotional stressors such as sibling rivalry or parental separation, often 

triggering regressive behaviors (Mostafa, 2003). 

C. Psychodynamic Interpretation : 

According to psychoanalytic theory, encopresis reflects fixation at the anal 

stage of psychosexual development. 

The child may unconsciously use feces as a symbolic expression of aggression, 

defiance, or control, either to assert autonomy or retaliate against authority figures 

(Freud, 1908/1962). 

Thus, encopresis is viewed not merely as a physiological failure but as a conflict 

between control and submission, deeply tied to early parent–child dynamics. 

4. DSM-5 Diagnostic Criteria (American Psychiatric Association, 2013) 

• Repeated passage of feces in inappropriate places (e.g., clothing or floor), at 

least once per month for three months. 

• Chronological age of at least four years (or equivalent developmental level). 

• The behavior is not attributable to a substance or another medical 

condition. 

III. Discussion and Integrative Perspective  : 

Evidence suggests that elimination disorders (both enuresis and encopresis) 

result from a complex interaction between genetic predispositions, biological 

maturation, family stressors, and early emotional experiences. 

If left untreated, these disorders can have long-term implications for a child’s 

psychological development, social adaptation, and academic performance 

(Butler et al., 2005; Joinson et al., 2019). 

Neurobiological Findings  : 

Recent neuroimaging research indicates that children with elimination 

disorders exhibit differences in brain circuits related to bladder and bowel 

control, especially within regions responsible for autonomic regulation and 

emotional processing (Joinson et al., 2019). 

These findings support the view that such disorders are not purely behavioral, 

but involve measurable neurological dysregulation. 

Family and Psychosocial Models : 

From a family-systems perspective, parental behavior plays a crucial role in 

either ameliorating or maintaining elimination problems. 
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Parental overcontrol, punishment, or shaming can intensify anxiety and 

perpetuate symptoms, whereas supportive parenting and emotional reassurance 

foster improvement. 

Family-based interventions emphasize: 

• Restoring parental sensitivity and emotional support, 

• Reducing stress and conflict within the home, and 

• Encouraging a non-punitive approach to toileting difficulties. 

Clinical Implications  : 

Elimination disorders represent a developmental interface between biological 

regulation and psychological maturation. 

Effective management requires an integrative treatment approach, combining: 

• Behavioral therapy (e.g., bladder or bowel training, positive reinforcement, 

alarm systems), 

• Family counseling and psychoeducation, and 

• Pharmacotherapy when indicated (e.g., desmopressin or laxatives for 

associated physiological issues). 

Early identification and intervention are essential to prevent secondary 

emotional disturbances such as low self-esteem, anxiety, and social withdrawal. 

Conclusion  : 

In summary, elimination disorders in childhood are multifactorial 

developmental conditions that bridge the domains of somatic functioning, 

psychological adjustment, and social adaptation. 

A comprehensive, interdisciplinary perspective—encompassing biological, 

psychological, and social dimensions—is indispensable for accurate diagnosis and 

effective intervention. 

Early behavioral and medical treatment, alongside parental education and 

emotional support, constitutes the cornerstone of successful outcomes, while 

prevention and relapse management remain critical for ensuring long-term 

adjustment and well-being. 
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Lecture 4: Sleep Disorders in Children 

Introduction  : 

Sleep disorders are among the most prevalent developmental problems during 

childhood. Studies indicate that a significant proportion of children experience 

recurrent sleep difficulties, whether in falling asleep, maintaining sleep, or 

waking during the night (Mindell & Owens, 2015). 

These disturbances are not merely transient issues, but rather conditions that 

may have adverse effects on the child’s physical growth, cognitive development, 

and psychological and social adjustment. 

Children who fail to obtain adequate and good-quality sleep often display 

academic underachievement, attention and concentration difficulties, and 

emotional or behavioral manifestations such as irritability, impulsivity, or 

aggression (Meltzer, 2014). 

Sleep disorders have been recognized since ancient times and are known to arise 

from interacting biological, psychological, environmental, and social factors. 

Their study holds special significance in the field of child psychopathology, as they 

may represent early warning signs of more serious disorders such as depression, 

anxiety, or neurodevelopmental disorders (Von Gontard et al., 2016). 

1. Definition of Sleep Disorders  : 

According to Abdu et al. (1986), sleep disorders are defined as “a set of 

difficulties or impediments that lead to insufficient sleep or disturbances in its 

pattern, which may appear at the beginning or during sleep.” 

The DSM-IV (American Psychiatric Association, 1994) defines sleep disorders 

as “difficulties experienced by an individual during sleep, which may involve 

disturbances in the quantity or quality of sleep—referred to as circadian rhythm 

disorders—or disturbances due to prominent events—referred to as parasomnias.” 

The DSM-5 (American Psychiatric Association, 2013) classifies sleep disorders 

as an independent diagnostic category that includes: 

• Insomnia disorders, 

• Sleep-related breathing disorders, 

• Circadian rhythm sleep–wake disorders, 

• Hypersomnolence disorders, 

• Sleep-related movement disorders, and 

• Parasomnias. 

In the International Classification of Sleep Disorders (ICSD-3), emphasis is 

placed on assessing the impact of these disorders on daytime functioning and on 

overall mental and physical health (Sateia, 2014). 
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It is evident that sleep disorders are no longer understood merely as a reduction 

in total sleep hours, but rather as conditions evaluated through the quality, 

regularity, and restorative value of sleep, as well as their functional and 

psychological correlates. 

This perspective underscores the importance of differential diagnosis between 

transient insomnia and chronic sleep disorders or those associated with organic 

causes such as  

2. Causes of Sleep Disorders  : 

Sleep disorders in children rarely arise from a single cause; rather, they represent 

the outcome of a complex interplay among biological, psychological, familial, and 

environmental factors. 

Understanding these causes is essential for accurate diagnosis and intervention. 

A. Biological and Organic Causes : 

• Neurological and physiological conditions may contribute significantly to 

sleep disturbances, including: 

o Epileptic seizures, especially nocturnal types that disrupt sleep architecture. 

o Respiratory disorders, such as sleep apnea caused by enlarged tonsils or 

adenoids. 

o Metabolic or hormonal imbalances, for example, those linked to the thyroid 

or adrenal glands. 

o Gastrointestinal problems, including reflux or abdominal discomfort. 

According to Okasha (2001), any persistent sleep disturbance warrants a 

medical evaluation to exclude organic pathology before psychological causes are 

considered. 

Research using polysomnographic assessments confirms that some children 

with sleep disorders exhibit abnormal brain wave patterns, indicating neurological 

contributions to sleep dysregulation (Mindell & Owens, 2015). 

B. Psychological and Emotional Causes  : 

From a psychological standpoint, sleep problems may serve as manifestations 

of emotional distress or conflict. 

Common precipitating factors include: 

• Anxiety disorders, particularly separation anxiety in younger children. 

• Traumatic events, such as accidents or exposure to parental conflict. 

• Fears and nightmares associated with insecurity or feelings of abandonment. 

• Depression, which may result in early-morning awakening or disturbed 

sleep continuity (Suleiman, 2005). 

The psychoanalytic perspective interprets sleep disturbances as expressions of 

unconscious conflict, in which dreams and nightmares act as outlets for repressed 

impulses or unresolved anxieties (Freud, 1900/1953). 
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In this sense, insomnia and parasomnias are viewed as symbolic symptoms of 

deeper psychological struggles, rather than mere behavioral irregularities. 

C. Family and Social Factors  : 

Family environment plays a crucial role in shaping children’s sleep patterns. 

Several studies highlight the influence of: 

• Inconsistent parenting practices, particularly lack of structured bedtime 

routines. 

• Excessive parental control or punishment, which heightens anxiety and 

delays sleep onset. 

• Parental conflict or separation, which can lead to insecurity and nocturnal 

awakenings. 

• Overdependence on the caregiver, preventing the child from developing 

autonomous sleep habits (Al-Khalidi et al., 1998). 

The family systems model suggests that persistent sleep disorders often reflect 

underlying relational dysfunction, where the child’s symptoms serve as a 

communication of family tension or an attempt to maintain cohesion (Minuchin, 

1974). 

D. Environmental and Lifestyle Factors  : 

External factors contribute significantly to the onset and maintenance of sleep 

disorders in children. These include: 

• Irregular sleep schedules and excessive screen time before bed, which 

reduce melatonin secretion. 

• Noisy or uncomfortable sleeping environments (light exposure, 

temperature, or noise). 

• Overstimulation from television, digital games, or late-night social activities. 

• Lack of physical activity during the day, leading to reduced sleep drive 

(Meltzer, 2014). 

Moreover, the modern digital lifestyle has increased the prevalence of delayed 

sleep phase disorders, particularly among adolescents, due to circadian rhythm 

shifts and nighttime use of electronic devices (Gradisar et al., 2011). 

E. Dietary and Nutritional Habits : 

Dietary patterns also play a substantial role in sleep regulation: 

• Caffeine intake from soft drinks or chocolate interferes with sleep onset and 

depth. 

• High-sugar meals before bedtime may provoke arousal and restlessness. 

• Nutritional deficiencies, particularly iron and vitamin D, have been linked 

to restless legs syndrome and poor sleep quality (Locci et al., 2023). 

Balanced nutrition and avoidance of stimulants are thus essential preventive 

factors in pediatric sleep hygiene. 

 



Lecture 4: Sleep Disorders in Children   

 
 

 
32 

3. Major Types of Sleep Disorders in Children  : 

Sleep disorders among children can take various forms depending on the 

symptom patterns, age of onset, and underlying mechanisms. 

They are generally classified into two major categories: 

1. Dyssomnias – disturbances in the amount, quality, or timing of sleep. 

2. Parasomnias – abnormal behavioral or physiological events occurring during 

sleep. 

A. Insomnia Disorders  : 

Insomnia refers to persistent difficulty in initiating or maintaining sleep or 

early-morning awakening that leads to daytime fatigue, irritability, and poor 

concentration. 

In children, insomnia often manifests as bedtime resistance, frequent 

awakenings, or dependence on parental presence to fall asleep (Mindell & Owens, 

2015). 

According to the DSM-5 (APA, 2013), the diagnostic features include: 

• Difficulty initiating sleep or maintaining sleep at least three nights per week. 

• Persistence for at least three months. 

• Occurs despite adequate opportunities for sleep. 

• Causes clinically significant distress or functional impairment. 

Psychological contributors to insomnia may include anxiety, fear of separation, 

and excessive cognitive arousal at bedtime. 

Behaviorally, inconsistent sleep routines and excessive screen exposure 

contribute significantly to chronic insomnia in school-age children and adolescents 

(Gradisar et al., 2011). 

B. Nightmares (Dream Anxiety Disorder)  : 

Nightmares are distressing dreams that usually occur during REM sleep, 

leading to full awakening accompanied by vivid recall of the dream content. 

The child may appear frightened and seek reassurance from parents. 

Unlike night terrors, nightmares occur later in the night, and the child is alert 

and oriented upon awakening (Suleiman, 2005). 

Possible causes include: 

• Psychological stress and anxiety. 

• Exposure to frightening media content. 

• Sleep deprivation or irregular sleep schedules. 

Therapeutic management involves identifying stressors, improving emotional 

security, establishing consistent bedtime routines, and reducing exposure to 

frightening stimuli. 
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C. Night Terrors (Sleep Terrors) : 

Night terrors represent sudden episodes of intense fear, screaming, and 

autonomic arousal (e.g., sweating, tachycardia, dilated pupils) that occur during 

non-REM sleep, typically within the first few hours after sleep onset. 

The child appears terrified, often sits up in bed, but remains unresponsive to 

comfort, and the next morning, has no recollection of the episode (Okasha, 2001; 

APA, 2013). 

Clinical characteristics: 

• Occur most frequently between ages 4–12 years. 

• Associated with family stress, fever, or sleep deprivation. 

• More prevalent in children with a family history of parasomnias (El-

Sharibini, 2002). 

Treatment: 

Most cases are self-limiting and resolve spontaneously with age. 

Behavioral interventions focus on ensuring adequate sleep hygiene, reducing 

stress, and maintaining consistent bedtime routines. 

In severe or frequent cases, psychotherapy or pharmacological support may 

be indicated. 

D. Sleepwalking (Somnambulism)  : 

Sleepwalking involves complex motor behaviors (e.g., sitting up, walking, or 

opening doors) during deep non-REM sleep, without conscious awareness. 

Episodes may last from a few seconds to several minutes, and the child typically 

exhibits amnesia for the event the next morning (Suleiman, 2005; APA, 2013). 

Etiology and Contributing Factors: 

• Genetic predisposition (family aggregation noted). 

• Fatigue, fever, and irregular sleep patterns. 

• Emotional stress or environmental disruptions. 

Although sleepwalking is usually benign and transient, it may pose safety risks 

(e.g., falling, wandering). 

Parental education and environmental precautions (locking doors, securing 

windows) are essential preventive measures. 

E. Restless Legs Syndrome (RLS) : 

RLS is characterized by uncomfortable sensations in the legs—often described 

as tingling, crawling, or itching—accompanied by an irresistible urge to move 

them, primarily during rest or at night. 

Symptoms interfere with sleep initiation and maintenance (Locci et al., 2023). 

Etiology: 

• Genetic and neurochemical components, particularly dopaminergic 

dysfunction. 

• Iron deficiency has also been implicated. 
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Treatment focuses on iron supplementation (if deficient), sleep hygiene, and 

in rare cases, dopaminergic medication under medical supervision. 

F. Enuresis-Related Sleep Disturbances  : 

Although nocturnal enuresis (bedwetting) is primarily an elimination 

disorder, it is often associated with sleep irregularities, such as deep non-arousal 

sleep patterns and delayed recognition of bladder signals during sleep (Butler et 

al., 2005). 

Children with enuresis may also develop secondary anxiety or low self-esteem, 

further worsening sleep quality. 

Treatment involves behavioral conditioning techniques, including enuresis 

alarms, positive reinforcement, and family counseling to alleviate emotional 

pressure. 

4. Psychological and Behavioral Treatment of Sleep Disorders  : 

Effective management of childhood sleep disorders requires an integrative, 

multidisciplinary approach that combines behavioral, psychological, and 

environmental interventions, tailored to the child’s age, developmental stage, and 

family dynamics. 

A. Behavioral and Cognitive-Behavioral Approaches  : 

Behavioral interventions represent the first-line treatment for most pediatric 

sleep disorders. These strategies focus on modifying maladaptive habits, 

conditioning sleep-related cues, and restructuring bedtime routines. 

1. Sleep Hygiene Training: 

o Establishing consistent sleep and wake times. 

o Limiting exposure to screens and bright lights before bedtime. 

o Creating a quiet, dark, and comfortable sleep environment. 

o Avoiding caffeine, heavy meals, or stimulating activities in the evening 

(Mindell & Owens, 2015). 

2. Stimulus Control Therapy: 

o Restricting the bed’s use exclusively for sleep. 

o Encouraging the child to get up if unable to sleep within 15–20 minutes, then 

return when drowsy. 

o Reassociating the bed with rapid sleep onset and relaxation (Morin et al., 

2006). 

3. Gradual Extinction and Bedtime Fading: 

o Particularly effective for sleep-onset association disorders in infants and 

toddlers. 

o The technique involves gradually reducing parental presence and allowing the 

child to self-soothe (Meltzer, 2014). 
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.4 Cognitive-Behavioral Therapy (CBT): 

o Helps older children and adolescents recognize and challenge dysfunctional 

thoughts about sleep (“I’ll never fall asleep,” “Something bad will happen at night”). 

o Teaches relaxation strategies such as diaphragmatic breathing, mindfulness, 

and guided imagery (Harvey et al., 2014). 

B. Family and Parental Counseling  : 

Family counseling is essential since family dynamics strongly influence sleep 

regulation. 

Parents are educated to: 

• Avoid excessive reassurance or co-sleeping, which may reinforce dependency. 

• Maintain calm, consistent responses to night awakenings. 

• Coordinate with teachers or caregivers to ensure regular daily schedules. 

In cases where sleep problems reflect family tension, divorce, or conflict, 

therapy aims to reduce stress, improve communication, and restore emotional 

security for the child (Minuchin, 1974). 

C. Medical and Pharmacological Interventions  : 

While behavioral therapy remains the cornerstone, pharmacological treatments 

may be used in specific cases: 

• Melatonin supplements for circadian rhythm disorders. 

• Iron supplementation for restless legs syndrome linked to deficiency. 

• Short-term sedatives or antihistamines may be considered under strict 

medical supervision. 

However, medications are not recommended as a primary approach and must 

be integrated into a comprehensive psychosocial treatment plan (APA, 2013). 

5. Prevention and Early Intervention  : 

The prevention of sleep disorders begins in early childhood through promoting 

healthy sleep practices and emotional stability. 

Preventive strategies include: 

1. Parent Education: 

Teaching families about normal sleep patterns, self-soothing development, and 

age-appropriate independence. 

2. Regular Daily Routines: 

Structured schedules for eating, playing, and sleeping enhance circadian rhythm 

stability. 

3. Emotional Security: 

Reducing household stress and avoiding exposure to violence, fear, or punishment 

that may precipitate anxiety-related sleep disturbances. 
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4. School-Based Programs: 

Educating children and teachers about the importance of adequate sleep for 

cognitive performance and emotional regulation. 

5. Technology Use Regulation: 

Implementing rules for digital device use, especially during evening hours, to protect 

circadian balance and melatonin production (Gradisar et al., 2011). 

Conclusion  : 

Sleep disorders in children are multifactorial phenomena that intersect the 

biological, psychological, and social dimensions of development. 

They not only affect physical health and cognitive functioning, but also have 

profound implications for emotional stability and family well-being. 

Accurate diagnosis requires a comprehensive clinical evaluation, integrating 

medical, developmental, and psychosocial perspectives. 

Successful treatment depends on collaboration among parents, clinicians, and 

educators, emphasizing behavioral modification, supportive family environments, 

and preventive psychoeducation. 

Ultimately, addressing sleep disorders is not merely about restoring rest, but 

about fostering holistic child development, emotional regulation, and resilience 

within a nurturing familial and societal context. 
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Lecture 5: Psychosexual Disorders 

Introduction : 

Psychosexual disorders represent one of the most sensitive and complex topics 

in clinical and educational psychology, as they involve the interaction of 

psychological, social, cultural, and biological dimensions. 

The study of these disorders in children and adolescents holds special 

importance because they are closely linked to psychological and social 

development, and—if left untreated—may evolve into behavioral problems or 

pathological deviations later in life (Obaid, 2015). 

A scientific and methodologically sound analysis of this phenomenon requires 

the integration of diverse psychological frameworks, drawing upon both Western 

and Arab academic literature, to achieve a comprehensive understanding that 

contributes to developing effective intervention and prevention strategies. 

1. Organization and Development of Sexual Function in the Child : 

The foundations of sexual function begin to emerge in the early years of life, 

progressing through successive developmental stages influenced by both biological 

and psychological factors. 

Sigmund Freud (1905/1953) proposed that sexual development proceeds 

through oral, anal, and phallic stages, during which patterns of excitation and 

pleasure are established. 

Recent studies highlight that the interaction between the child and the 

surrounding family and social environment plays a crucial role in shaping gender 

identity and sexual behavior regulation (Ghanem, 2006). 

Arab research also emphasizes that balanced family upbringing and well-

regulated intra-family relationships serve as protective factors against identity 

disturbances or premature sexual behaviors (Al-Moussawi, 2012). 

2. Classification of Sexual Disorders in Children and Adolescents : 

According to the Diagnostic and Statistical Manual of Mental Disorders, 

Fifth Edition (DSM-5), a distinction is made between gender identity disorders 

and paraphilic disorders, such as voyeurism, exhibitionism, and fetishism 

(American Psychiatric Association, 2013). 

In the Arab psychological context, both Mansour (2018) and Al-Bitar (2014) 

have stressed that these classifications should be reconsidered within cultural and 

social frameworks, in order to reflect local values, religious norms, and social 

sensitivity. 
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This culturally adaptive approach ensures that diagnosis and intervention are 

ethically sound and socially appropriate, especially given that sexual development 

in childhood is influenced by family structure, educational norms, and societal 

taboos. 

3. Gender Identity and Its Disturbances : 

A. Concept of Gender Identity : 

Gender identity refers to the individual’s deep-seated sense of belonging to 

one sex—male or female—regardless of biological characteristics. 

It is shaped through a complex interaction of biological, psychological, and 

sociocultural influences that begin in early childhood and continue into adolescence 

(Money & Ehrhardt, 1972). 

Freud (1905/1953) viewed gender identity as the outcome of psychosexual 

differentiation achieved during the phallic stage, when the child identifies with the 

parent of the same sex and resolves the Oedipus complex. 

Failure to achieve such identification may lead to disturbances in gender role 

formation and difficulties in social adjustment. 

From a cognitive-developmental perspective, Kohlberg (1966) emphasized 

that children develop a stable sense of gender through cognitive maturation and 

gradual internalization of gender constancy concepts. 

B. Gender Dysphoria: 

Gender dysphoria (previously termed gender identity disorder) is defined as a 

marked incongruence between one’s experienced or expressed gender and 

assigned sex, leading to clinically significant distress or functional impairment 

(American Psychiatric Association, 2013). 

Diagnostic criteria (DSM-5): 

1. A marked incongruence between one’s experienced/expressed gender and 

assigned gender, lasting at least six months. 

2. The condition is associated with a strong desire to be treated as another gender 

or to be rid of one’s primary and/or secondary sex characteristics. 

3. The disturbance causes clinically significant distress or social/occupational 

impairment. 

Etiological factors include: 

• Biological aspects: Possible hormonal or chromosomal influences affecting 

sexual differentiation (e.g., prenatal androgen exposure). 

• Psychological factors: Early identification conflicts, family dynamics, or   

overidentification with the opposite-sex parent (Stoller, 1968). 

• Sociocultural influences: Societal rigidity regarding gender roles may 

exacerbate feelings of incongruence (Ghanem, 2006). 
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Treatment approaches emphasize psychological support, family counseling, 

and in some cases, multidisciplinary gender-affirming interventions guided by 

ethical and clinical standards. 

4. Major Psychosexual Deviations (Paraphilic Disorders) : 

Paraphilic disorders are characterized by intense and persistent sexual interests 

other than those involving consenting adult partners. 

These behaviors may cause distress, impairment, or harm to others (APA, 

2013). 

Below is a summary of the most recognized types according to clinical 

psychopathology and DSM-5 criteria. 

A. Fetishistic Disorder  :  

Defined as recurrent and intense sexual arousal from nonliving objects (e.g., 

shoes, underwear, leather items) or a specific non-genital body part (such as feet or 

hair). 

Clinical features: 

• The individual depends on the fetish object for sexual gratification. 

• The behavior causes distress or dysfunction in daily life. 

• More frequent among males, often beginning in adolescence (Money, 1986). 

Etiology: 

Conditioning processes during early sexual experiences, unresolved symbolic 

fixations, or object-substitution mechanisms linked to early psychosexual conflicts. 

B. Exhibitionistic Disorder : 

This disorder involves recurrent urges or acts of exposing one’s genitals to 

unsuspecting strangers, usually in public places. 

Sexual excitement is derived from the shock or fear reaction of the observer 

rather than from direct sexual contact (APA, 2013). 

Psychodynamic interpretation: 

Exhibitionism is seen as a compensatory act for feelings of sexual inferiority or 

castration anxiety (Freud, 1927/1959). 

The act may serve as an unconscious protest against repressive sexual norms. 

Behavioral view: 

The behavior is maintained through reinforcement of the arousal associated with 

risk or shock (Marshall, 1988). 

Behavioral modification and relapse prevention form the main therapeutic 

strategies. 

C. Voyeuristic Disorder  : 

Characterized by repeated and intense sexual arousal from observing 

unsuspecting individuals who are naked, undressing, or engaged in sexual activity. 
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The person derives gratification from watching rather than participating 

(APA, 2013). 

Cognitive-behavioral models interpret voyeurism as a learned maladaptive 

pattern reinforced by secrecy and fantasy. 

Psychodynamic interpretations view it as a defense mechanism against intimacy 

fears or performance anxiety. 

Therapeutic interventions include cognitive restructuring, empathy training, 

and behavioral aversion techniques. 

D. Pedophilic Disorder  : 

Pedophilia involves recurrent, intense sexually arousing fantasies, urges, or 

behaviors involving sexual activity with prepubescent children (generally under 

13 years old). 

For diagnosis, the individual must be at least 16 years old and five years older 

than the child (APA, 2013). 

Clinical and legal considerations: 

• Represents one of the most serious and socially condemned paraphilic 

disorders. 

• Often associated with childhood trauma, antisocial traits, or distorted 

cognition justifying the behavior (Seto, 2008). 

Treatment involves cognitive-behavioral therapy, empathy training, impulse-

control interventions, and in some cases, pharmacological therapy aimed at 

reducing libido (e.g., antiandrogens). 

5. Homosexuality: 

A. Concept and Clinical Overview: 

Homosexuality refers to a dominant and persistent sexual attraction toward 

individuals of the same sex. 

It is characterized by the presence of emotional, romantic, or sexual interest 

directed exclusively or primarily toward persons of one’s own gender (APA, 2013). 

Historically, homosexuality was considered a pathological deviation within 

early psychiatric and psychoanalytic literature (Krafft-Ebing, 1886; Freud, 1920). 

However, following decades of empirical and sociocultural research, it was 

removed from the DSM in 1973, and current classifications view it not as a 

disorder, but as a variant of sexual orientation (American Psychiatric Association, 

2013). 

Nevertheless, internal conflicts, social stigma, or cultural rejection may lead 

to psychological distress in some homosexual individuals, manifesting as anxiety, 

depression, or identity confusion. 
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These are regarded as secondary reactions to societal discrimination, rather 

than symptoms of an intrinsic pathology (Herek, 2009). 

B. Psychodynamic Interpretations : 

Freud (1905/1953) viewed homosexuality as a result of fixation at the phallic 

stage and unresolved Oedipal conflicts, wherein the individual identifies 

excessively with the parent of the opposite sex. 

Subsequent psychoanalytic thinkers (e.g., Bieber, 1962) considered it a 

developmental arrest in gender identity formation. 

Modern psychology, however, recognizes homosexuality as a non-pathological 

orientation, focusing instead on the impact of social exclusion and minority stress 

on mental health (Meyer, 2003). 

6. Sexual Sadism and Masochism : 

A. Definition and Characteristics : 

Sexual sadism and sexual masochism represent two complementary paraphilic 

disorders involving derivation of sexual arousal from acts of inflicting or 

receiving pain, humiliation, or submission (APA, 2013). 

• In sadism, gratification arises from dominating, controlling, or physically 

harming another person. 

• In masochism, arousal is achieved through being humiliated, restrained, or 

hurt. 

When these behaviors cause distress, dysfunction, or non-consensual harm, 

they are considered pathological and classified under paraphilic disorders. 

B. Psychoanalytic and Behavioral Explanations  : 

• Psychoanalytic Perspective: 

Sadism and masochism are viewed as expressions of unconscious aggression, guilt, 

or repressed hostility toward parental figures (Freud, 1924/1961). 

The repetition of painful or humiliating experiences serves as a symbolic 

reenactment of unresolved childhood conflicts. 

• Behavioral Perspective: 

These behaviors are learned through classical and operant conditioning, where 

pain or dominance becomes associated with sexual pleasure through repeated pairing 

(Marshall, 1988). 

• Cognitive Models: 

Suggest distorted beliefs about control, intimacy, and self-worth, in which the 

individual equates domination or submission with emotional connection (Leitenberg 

et al., 1990). 
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7. Psychological and Behavioral Treatment of Psychosexual Disorders  : 

Treatment of psychosexual disorders requires multidisciplinary collaboration 

combining psychotherapy, behavioral modification, and social rehabilitation. 

The therapeutic goals vary according to the type of disorder, the presence of 

comorbidity, and the degree of social impairment. 

A. Psychotherapeutic Approaches  : 

1. Psychoanalytic Therapy: 

Focuses on uncovering unconscious conflicts and early developmental fixations 

underlying the disorder. 

It aims to achieve insight, ego strengthening, and integration of sexual drives 

within mature interpersonal relationships (Freud, 1923/1960). 

2. Cognitive-Behavioral Therapy (CBT): 

Seeks to identify and modify maladaptive thoughts and behaviors, particularly 

those reinforcing deviant arousal patterns. 

Techniques include: 

o Cognitive restructuring (correcting distorted beliefs). 

o Aversive conditioning (pairing deviant stimuli with unpleasant consequences) 

o Relapse prevention strategies to manage triggers and impulses (Marshall & 

Barbaree, 1990). 

3. Group Therapy: 

Provides opportunities for peer feedback, social learning, and empathy 

development, helping clients confront denial and improve interpersonal 

understanding. 

4. Family Therapy: 

Especially relevant in adolescent cases, where sexual disturbances reflect familial 

tension, role confusion, or emotional neglect (Minuchin, 1974). 

B. Pharmacological and Medical Approaches  : 

Certain cases—especially those involving paraphilic disorders with high risk 

of recidivism—may benefit from medical intervention, under ethical and clinical 

supervision. 

Options include: 

• Antiandrogen therapy (e.g., medroxyprogesterone acetate) to reduce sexual 

drive. 

• Selective serotonin reuptake inhibitors (SSRIs) to control obsessive-

compulsive components and impulsivity (Kafka, 2003). 

These interventions are not curative, but rather adjunctive tools that 

complement psychological treatment within an ethical framework respecting patient 

dignity. 
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8. Preventive and Educational Perspectives   :  

Preventing psychosexual disorders requires a comprehensive developmental 

approach that promotes healthy sexual identity formation and responsible sexual 

behavior. 

Key preventive strategies include: 

• Parental guidance programs emphasizing emotional communication and 

appropriate information about sexuality. 

• School-based education promoting respect, empathy, and boundaries. 

• Early intervention in cases of abuse, neglect, or exposure to inappropriate 

sexual material. 

• Cultural and religious values can serve as protective elements when 

integrated constructively within psychological education (Al-Moussawi, 2012; 

Mansour, 2018). 

Conclusion  : 

Psychosexual disorders occupy a critical position in clinical psychology due to 

their profound implications for individual well-being, social functioning, and 

ethical responsibility. 

They highlight the need for an integrative understanding of human sexuality that 

encompasses biological predispositions, psychological development, and 

sociocultural conditioning. 

In the contemporary clinical context, effective treatment demands a balance 

between scientific rigor and cultural sensitivity, ensuring that therapeutic 

interventions are both evidence-based and respectful of personal and societal 

values. 
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Lecture 6: Cognitive Disorders – School Learning Difficulties 

Introduction : 

Poor academic performance represents one of the most significant challenges 

faced by families striving for their children’s educational excellence. 

Multiple factors contribute to poor school performance among children and 

adolescents, including family-related issues, peer influences, school environment, 

or broader socioeconomic conditions. 

Some researchers attribute the problem to low intelligence quotient (IQ) or 

neurological dysfunctions. 

However, the major cause of academic underachievement is often linked to 

learning disabilities, which are characterized by difficulties in academic 

achievement such as spelling, reading, writing, or arithmetic. These foundational 

skills form the essential basis of all higher learning processes. 

This lecture aims to shed light on the cognitive and psychological 

underpinnings of these disorders, focusing on reading, writing, and arithmetic 

difficulties. 

1. Reading Difficulties (Dyslexia) : 

1.1 Definition  : 

Dyslexia is understood as a specific learning disability that impairs the 

acquisition of reading skills despite adequate intelligence, sensory capacities, and 

educational opportunities. 

It is primarily a language-based disorder characterized by deficits in word 

decoding and phonological processing, which are inconsistent with the individual’s 

age and cognitive level (Abdel Ghaffar, 2000, p. 36). 

Epidemiological studies estimate that 5–10% of children experience dyslexia 

(Bouzazin, p. 180). 

Neurobiological research has shown that dyslexia is associated with functional 

abnormalities in brain regions responsible for phonological processing, 

particularly within the left temporal and frontal lobes (Shaywitz & Shaywitz, 2005; 

Norton, Beach, & Gabrieli, 2015). 

1.2 Etiological Factors of Dyslexia: 

1.2.1 Biological Factors : 

Biological factors refer to the functional and physiological structures 

associated with learning difficulties in general, and reading difficulties in particular. 
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The European Federation of Neurology (1975) identified dyslexia as a 

cognitive disorder of neurobiological origin. 

Recent functional magnetic resonance imaging (fMRI) studies have confirmed 

that dyslexic individuals show reduced gray matter volume and atypical neural 

activation in language-related regions of the brain (Norton et al., 2015). 

Such neurological evidence supports the hypothesis that dyslexia stems from 

deficient phonological coding mechanisms and abnormal neural connectivity in 

the left hemisphere. 

1.2.2 Cognitive Factors  : 

Dyslexia involves multiple cognitive processing deficits that interfere with the 

perception, interpretation, and storage of symbolic linguistic information. These 

include: 

• Auditory–visual perception disorder: 

Reading depends heavily on visual and auditory perceptual efficiency. Children 

with dyslexia exhibit weaknesses in visual discrimination, auditory processing, 

and symbol recognition. 

These difficulties are linked to deficits in visual–symbolic information processing 

(Vellutino, Fletcher, Snowling, & Scanlon, 2004). 

• Language deficits: 

A child’s vocabulary breadth and lexical access directly influence reading 

comprehension. 

Some children understand spoken language but struggle to use it effectively in 

expression or thought organization. 

Dyslexia is strongly associated with phonological awareness deficits—the ability 

to segment, manipulate, and identify sounds in words (Snowling, 2000). 

• Attention disorders: 

Selective and sustained attention are essential for reading fluency and 

comprehension. 

Impairments in attentional processes negatively affect both auditory and visual 

perception, leading to poor reading performance. 

Dyslexia often co-occurs with Attention-Deficit/Hyperactivity Disorder (ADHD), 

reflecting overlapping neurocognitive dysfunctions (Willcutt & Pennington, 2000). 

• Memory disorders: 

Children with dyslexia show deficits in visual and sequential memory, which 

hinder recognition and recall of written symbols. 

Particularly, working memory weakness, especially in the phonological loop, is a 

central feature of dyslexia (Gathercole & Alloway, 2008). 

These memory constraints disrupt the temporary storage and manipulation of 

phonological information during reading. 
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1.3 Socioeconomic and Environmental Factors  : 

The social and familial environment plays a pivotal role in the development or 

mitigation of learning difficulties. 

Children raised in environments devoid of linguistic stimulation, or where 

family communication is limited, often exhibit delayed language and reading 

acquisition (Abdel Ghaffar, 2000, p. 45). 

Key factors include: 

• Parental illiteracy or low educational attainment, which limits linguistic 

modeling and exposure to print materials. 

• Family instability, conflict, or neglect that diminishes emotional security and 

concentration. 

• Socioeconomic deprivation, reducing access to educational resources, 

reading materials, and supportive tutoring. 

• Peer and community influences, which may foster disengagement from 

academic pursuits. 

Research within educational psychology demonstrates that reading 

development depends on the interaction between cognitive skills and 

environmental opportunities, reinforcing the principle that learning difficulties are 

multifactorial phenomena (Snowling & Hulme, 2012). 

1.4 Pedagogical Factors  : 

Educational systems and teaching methods may exacerbate or alleviate reading 

difficulties. 

Key pedagogical contributors include: 

• Inappropriate teaching methods, especially those that fail to consider 

individual learning differences. 

• Overreliance on rote memorization without fostering comprehension or 

phonological awareness. 

• Overcrowded classrooms, reducing individualized instruction. 

• Teacher inexperience in diagnosing and addressing reading difficulties. 

When instruction fails to accommodate students with slower processing speeds 

or attention deficits, the risk of persistent reading impairment increases (Vellutino 

et al., 2004). 

1.5 Symptoms of Reading Difficulties (Dyslexia)  : 

Children with dyslexia exhibit a constellation of behavioral and linguistic 

manifestations, which may vary in intensity depending on age and cognitive 

development. 

Common symptoms include: 
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• Omission or distortion of letters or syllables when reading aloud. 

• Slow and hesitant reading pace, often with word reversals or substitutions. 

• Difficulty distinguishing similar letters (e.g., b/d, p/q, m/n). 

• Inaccurate spelling and frequent letter transpositions. 

• Poor comprehension despite correct word recognition. 

• Avoidance of reading activities due to frustration or embarrassment. 

These manifestations reflect deficits in decoding, phonemic awareness, and 

orthographic processing, as evidenced in neurocognitive and linguistic assessments 

(Snowling, 2000; Shaywitz & Shaywitz, 2005). 

2. Writing Difficulties (Dysgraphia)  : 

2.1 Definition  : 

Dysgraphia refers to a specific learning disorder characterized by impaired 

written expression that is inconsistent with the individual’s age, intelligence, and 

educational exposure. 

It involves deficits in spelling, grammar, organization, or handwriting 

(American Psychiatric Association, 2013). 

In children, dysgraphia often manifests as poor handwriting, letter formation 

errors, and difficulty structuring written sentences, despite normal oral language 

skills. 

2.2 Types of Dysgraphia  : 

According to Ajuriaguerra and colleagues (1980), dysgraphia can be classified 

into several types based on the underlying dysfunction: 

1. Motor Dysgraphia: 

Results from poor fine-motor coordination or neuromuscular immaturity. 

Writing appears slow, effortful, and poorly aligned, often associated with hand–eye 

coordination difficulties. 

2. Visual–Spatial Dysgraphia: 

Involves impaired spatial organization of letters and words on the page. 

The child may have trouble maintaining consistent letter size, spacing, or alignment, 

reflecting visuospatial processing deficits. 

3. Linguistic Dysgraphia: 

Arises from language-based deficits, such as poor phoneme–grapheme 

correspondence or spelling errors due to phonological or morphological 

weaknesses (Abdel Ghaffar, 2000). 
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2.3 Etiological Factors of Dysgraphia  : 

A. Neurological and Motor Factors  : 

• Dysgraphia may result from delayed neuromotor maturation, affecting fine 

muscle control of the hand and fingers. 

• Children with minimal brain dysfunction or cerebral immaturity often 

exhibit difficulties in handwriting precision and kinesthetic feedback. 

• Functional imaging suggests atypical activation of sensorimotor and parietal 

areas during writing tasks (Richards et al., 2011). 

B. Cognitive and Linguistic Factors  : 

• Deficits in orthographic coding—the ability to remember and reproduce 

letter patterns—interfere with writing fluency. 

• Working memory limitations affect the simultaneous management of 

spelling, grammar, and content organization. 

• Language delays or phonological weaknesses compound writing challenges, 

especially in spelling accuracy and syntactic structure. 

C. Emotional and Environmental Factors  : 

• Emotional tension, perfectionism, or fear of failure can exacerbate writing 

difficulties. 

• Inconsistent feedback or negative evaluation from teachers may lead to 

avoidance behaviors and low self-efficacy. 

• Environmental factors, such as inadequate lighting, improper seating, or 

inappropriate writing tools, may further hinder performance (Abdel Ghaffar, 

2000). 

3. Arithmetic Difficulties (Dyscalculia)  : 

3.1 Definition  : 

Dyscalculia is a specific learning disorder characterized by significant 

difficulties in understanding numbers, learning arithmetic facts, and performing 

accurate and fluent calculations, which are not attributable to intellectual 

disability, inadequate instruction, or sensory impairment (American Psychiatric 

Association, 2013). 

The term originates from the Greek words dys (difficulty) and calculia 

(calculation). 

Children with dyscalculia may have normal intelligence yet demonstrate persistent 

and disproportionate struggles with mathematical operations (Geary, 2011). 
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3.2 Etiological Factors of Dyscalculia  : 

A. Neurological and Genetic Factors  : 

Recent research in neurocognitive psychology indicates that dyscalculia results 

from abnormal functioning of the parietal lobes, especially the intraparietal 

sulcus, which is involved in number processing and spatial–numerical representation 

(Dehaene, 2011). 

Neuroimaging studies reveal reduced activation in these brain regions during 

arithmetic tasks. 

Moreover, twin studies demonstrate a heritable component, suggesting that 

dyscalculia may share genetic risk factors with other neurodevelopmental disorders, 

such as dyslexia and ADHD (Butterworth, 2010). 

B. Cognitive and Linguistic Factors  : 

• Deficits in working memory impair the ability to retain and manipulate 

numerical information during calculation. 

• Symbolic processing difficulties hinder understanding of numerical notation 

and mathematical relationships. 

• Language comprehension deficits affect verbal problem-solving, as many 

mathematical operations depend on linguistic mediation (Geary, 2011). 

C. Educational and Environmental Factors     :  

Environmental influences also contribute significantly to dyscalculia, including: 

• Inadequate teaching methods that overemphasize rote learning rather than 

conceptual understanding. 

• Lack of early exposure to counting and quantity concepts in the home 

environment. 

• Mathematics anxiety, often reinforced by negative learning experiences or 

punitive teaching practices. 

Socioeconomic disadvantage further limits opportunities for mathematical 

enrichment and individualized remediation (Abdel Ghaffar, 2000). 

3.3 Clinical Features and Manifestations  : 

Children with dyscalculia typically exhibit: 

• Poor number sense and difficulty understanding quantities. 

• Inaccurate or slow mental arithmetic. 

• Difficulty remembering basic math facts (e.g., multiplication tables). 

• Frequent reversals or misplacement of digits. 

• Errors in aligning numbers in written calculations. 

• Trouble interpreting mathematical symbols and relational signs. 

These manifestations often persist into adolescence and may co-occur with 

reading or attention disorders, complicating academic adaptation (Butterworth, 

2010; Geary, 2011). 
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4. Diagnosis and Remediation of Learning Difficulties  : 

4.1 Diagnostic Evaluation  : 

Accurate diagnosis requires a multidimensional assessment approach 

encompassing psychological, educational, and neurological domains. 

The assessment process typically includes: 

1. Clinical interview with parents and teachers to gather developmental and 

educational history. 

2. Psychometric evaluation of cognitive abilities using standardized 

intelligence tests (e.g., Wechsler Intelligence Scale for Children). 

3. Achievement testing in reading, writing, and mathematics to identify 

discrepancies between potential and performance. 

4. Neuropsychological testing to evaluate attention, memory, and perceptual–

motor skills. 

5. Behavioral observation to assess motivation, emotional regulation, and 

classroom engagement. 

Diagnosis is confirmed when academic performance falls significantly below 

expected levels despite adequate instruction and normal intelligence (APA, 2013). 

4.2 Therapeutic and Educational Interventions  : 

A. Psychological Interventions  : 

1. Cognitive–Behavioral Therapy (CBT): 

Focuses on modifying negative self-concepts, anxiety, and avoidance behaviors 

associated with repeated failure. 

CBT enhances motivation, self-regulation, and coping strategies for academic 

stress (Firth et al., 2013). 

2. Neuropsychological Training: 

Targets working memory, attention control, and visual–spatial reasoning through 

structured exercises and computer-based programs. 

3. Emotional Support and Counseling: 

Addresses secondary issues such as low self-esteem, school phobia, and parental 

frustration. 

B. Educational and Pedagogical Interventions  : 

1. Individualized Education Plans (IEPs): 

Tailored learning objectives emphasizing each child’s cognitive strengths and 

remedial priorities. 

2. Multisensory Teaching Approaches: 

Engage visual, auditory, and kinesthetic modalities to reinforce learning. 
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Examples include the Orton–Gillingham approach for reading and spelling 

disorders (Ritchey & Goeke, 2006). 

3. Early Intervention Programs: 

Early identification of learning difficulties—especially before age 8—significantly 

improves long-term academic outcomes. 

4. Teacher Training and Collaboration: 

Equipping educators with diagnostic and remedial skills to adapt instruction based 

on diverse learner profiles. 

5. Parental Involvement: 

Encouraging supportive home environments that reinforce positive learning 

experiences, reading habits, and numeracy games. 

4.3 Pharmacological and Medical Considerations  : 

In some cases, comorbid conditions such as ADHD or anxiety disorders may 

require pharmacological treatment to facilitate learning engagement. 

Medication is never a standalone solution but may complement psychological 

and educational interventions (Willcutt & Pennington, 2000). 

Conclusion  : 

Cognitive and academic learning disorders—particularly dyslexia, dysgraphia, 

and dyscalculia—represent complex neurodevelopmental conditions that extend 

beyond mere academic difficulty. 

They involve specific deficits in information processing, memory, and 

language, shaped by biological predispositions, environmental influences, and 

educational experiences. 

A comprehensive understanding requires the integration of neuropsychological, 

cognitive, and pedagogical perspectives, allowing for evidence-based diagnosis 

and intervention. 

Preventive efforts focusing on early detection, teacher training, and family 

involvement are crucial to improving academic success and psychological 

adjustment. 

Ultimately, supporting children with learning difficulties is not only an 

educational task but a developmental and humanistic responsibility that ensures 

each learner’s right to reach their full potential. 
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Lecture 7: Neuroses, Psychoses, and Borderline States in 

Children and Adolescents 

Introduction  : 

Psychopathological manifestations during childhood and adolescence hold 

particular significance within the field of clinical psychology, since these stages 

represent the developmental foundation for later mental disorders in adulthood. 

A scientific understanding of such disturbances requires integrating 

developmental psychology with clinical psychopathology, while recognizing that 

children’s symptoms are not simply miniature versions of adult psychopathology. 

Rather, they are qualitatively distinct, shaped by developmental, emotional, 

cognitive, and social factors (Ammar, 2012). 

This lecture examines three fundamental categories of psychological 

disturbance: 

1. Neuroses (anxiety disorders) 

2. Psychoses (Severe Mental Disorders) 

3. Borderline States (Intermediate Pathologies) 

The goal is to identify the defining characteristics, etiological factors, and 

clinical manifestations of these disorders as they appear in children and adolescents, 

and to discuss appropriate psychotherapeutic and educational interventions 

consistent with modern psychopathological perspectives. 

I. Neuroses (anxiety disorders)  : 

1. Definition and General Characteristics  : 

The term neurosis denotes a functional psychological disorder characterized 

by emotional conflict, anxiety, and inner tension, yet without loss of contact with 

reality. 

The neurotic individual remains conscious of the irrational nature of their fears, 

experiences guilt over them, and seeks to overcome them through various defenses. 

Etymologically, the term derives from the Greek neuron (“nerve”) and osis 

(“abnormal condition”), though it does not refer to a neurological impairment, but 

rather to psychological maladjustment (Okasha, 2001). 

According to Abdel Khalek (2003), neurotic disorders are among the most 

frequent forms of mental illness, affecting individuals of all ages and social classes. 

They are typically chronic yet mild, and more prevalent among females. 

The essential core of all neuroses is anxiety, which constitutes both the central 

symptom and the motivational drive underlying the disorder. 
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2. Personality Structure in Neurotic Individuals  : 

The neurotic personality exhibits a distinct set of psychological and behavioral 

features, including: 

• Emotional hypersensitivity and low frustration tolerance. 

• Chronic worry, indecision, and perfectionism. 

• Dependence on others and a strong need for reassurance. 

• Somatic complaints (e.g., fatigue, headaches, muscle tension). 

• Irritability, restlessness, and occasional withdrawal from social interactions. 

• Internal conflicts between moral ideals and instinctive impulses. 

Despite their internal turmoil, neurotic individuals retain insight into their 

condition and typically seek help voluntarily, distinguishing them from psychotic 

patients who lack awareness of illness (Millon, 2011). 

3. Symptoms of Neuroses  : 

Although neurotic disorders present diverse clinical forms, they share several 

common symptoms: 

1. Anxiety and Fear: 

Persistent apprehension or dread without sufficient external justification. 

2. Psychophysiological Disturbances: 

Heart palpitations, excessive sweating, tremors, gastrointestinal discomfort, and 

insomnia — all reflecting autonomic overactivation. 

3. Emotional Instability: 

Rapid mood changes, irritability, or tearfulness. 

4. Cognitive Difficulties: 

Poor concentration, intrusive thoughts, and decision-making difficulties. 

5. Behavioral Rigidity: 

Compulsive or ritualistic behaviors that temporarily reduce anxiety. 

6. Social Withdrawal: 

Avoidance of interpersonal contact due to fear of criticism or rejection. 

7. Preserved Reality Testing: 

The individual recognizes their fears and thoughts as irrational, even if they cannot 

control them. 

These features indicate a functional disturbance of emotional regulation and 

personality balance, without structural disorganization. 
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4. Theoretical Explanations of Neuroses  : 

A. Psychoanalytic Theory (Sigmund Freud)  : 

Freud (1915) explained neurosis as the product of unconscious conflict between 

id impulses and superego prohibitions, when the ego fails to mediate effectively 

between them. 

This internal tension produces anxiety, which the ego attempts to reduce through 

defense mechanisms (e.g., repression, displacement, rationalization). 

If these defenses become rigid and overused, neurotic symptoms emerge as 

symbolic expressions of the repressed conflict. 

Therapeutic intervention aims to bring repressed material to consciousness, 

promoting insight and emotional catharsis. 

B. Analytical Psychology (Carl Jung)  : 

Jung (1921) viewed neurosis as a manifestation of imbalance between 

conscious and unconscious forces. 

He emphasized the dual orientations of personality—introversion and 

extraversion—and argued that pathology arises when one aspect dominates 

excessively, causing disunity and emotional distress. 

C. Individual Psychology (Alfred Adler)  : 

Adler (1927) proposed that neurosis originates from a “complex of inferiority”, 

wherein the individual feels inadequate and overcompensates by striving for 

superiority. 

When compensation fails, feelings of inferiority produce anxiety, tension, and 

withdrawal. 

D. Behavioral and Learning Theories  : 

Behaviorists such as Watson (1920) and Wolpe (1958) interpreted neurosis as 

learned maladaptive behavior. 

Through classical conditioning, neutral stimuli become associated with anxiety; 

through operant reinforcement, avoidance behaviors persist because they reduce 

tension temporarily. 

Therapy thus involves exposure, desensitization, and behavioral modification 

to break the anxiety–avoidance cycle. 

E. Cognitive Theory (Aaron T. Beck)  : 

Beck (1976) argued that neurotic distress arises from distorted cognitive 

appraisals — such as catastrophizing, overgeneralization, and selective abstraction. 

The emotional response depends not on events themselves but on their subjective 

interpretation. 

Cognitive therapy thus targets irrational beliefs and teaches more adaptive thinking 

patterns. 
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5. Treatment Approaches for Neuroses  : 

Effective management of neurotic disorders integrates psychological and 

biological methods, including: 

• Psychoanalytic Psychotherapy: 

Aims to uncover repressed conflicts and strengthen ego functioning. 

• Behavioral Therapy: 

Techniques such as systematic desensitization, exposure therapy, and relaxation 

training. 

• Cognitive–Behavioral Therapy (CBT): 

Combines cognitive restructuring with behavioral change to modify maladaptive 

thought patterns (Beck, 2011). 

• Supportive Counseling: 

Encourages self-confidence, emotional expression, and coping strategies. 

• Pharmacotherapy: 

Anxiolytics or antidepressants may be used to alleviate severe anxiety or depressive 

symptoms. 

6. Prognosis  : 

The prognosis for neurosis is generally favorable, especially when treatment is 

initiated early. 

Success depends on personality stability, therapeutic alliance, and environmental 

support. 

However, chronic stress or rigid personality traits may prolong recovery (Lambert, 

2013). 

7. Example: Separation in Anxiety Disorder Childhood  : 

Separation Anxiety Disorder (SAD) represents one of the most common 

neurotic disturbances in children. 

It is characterized by excessive distress upon separation from home or 

primary attachment figures. 

Symptoms include: 

• Persistent fear of harm befalling caregivers. 

• Refusal to attend school or sleep alone. 

• Somatic complaints (e.g., nausea, headaches) during separations. 

• Nightmares about losing parents or being left alone. 

If untreated, SAD may evolve into phobic avoidance or panic disorder in 

adolescence (APA, 2013). 
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8. Comparative Analysis: Neurosis and Psychosis : 

To better distinguish the essential psychopathological features of neurosis and 

psychosis, the following comparative framework highlights their main clinical, 

cognitive, and behavioral differences. 

This distinction is central to both diagnostic formulation and treatment planning. 

Table 1: 

Comparative Features Between Neurosis and Psychosis  : 
Diagnostic 

Dimension 

Neurosis 

(Neurotic Disorders) 

Psychosis 

(Psychotic Disorders) 

Definition 

A functional psychological 

disorder characterized by inner 

conflict, anxiety, and emotional 

tension without loss of contact 

with reality. 

A severe mental disorder marked 

by profound disorganization of 

thought, perception, and behavior, 

accompanied by loss of contact 

with reality. 

Reality Testing 

Intact – the person recognizes 

the irrational nature of their 

fears or obsessions. 

Impaired – the person cannot 

distinguish internal experiences 

from external reality. 

Insight 

Preserved – the patient is aware 

of the disorder and actively 

seeks treatment. 

Absent – the patient denies illness 

and resists intervention. 

Nature of Symptoms 

Emotional and cognitive (e.g., 

anxiety, obsessions, 

compulsions, phobias). 

Perceptual and delusional (e.g., 

hallucinations, delusions, thought 

disorganization). 

Personality 

Organization 

Stable and coherent; ego 

functions remain intact. 

Disorganized; ego boundaries 

fragmented or collapsed. 

Affective Expression 
Intense but appropriate and 

congruent with reality. 

Flattened, blunted, or incongruent 

emotional expression. 

Relation to Reality 

Reality-based but exaggerated 

perception of internal or 

external conflict. 

Severely distorted or entirely lost 

perception of reality. 

Severity and Course 

Mild to moderate; compatible 

with normal life functioning. 

Severe; leads to marked social, 

occupational, and personal 

impairment. 

Treatment Approach 

Primarily psychotherapeutic: 

psychoanalysis, CBT, 

behavioral therapy. 

Combined: pharmacological 

(antipsychotics) and psychosocial 

rehabilitation. 

Prognosis 

Favorable; most cases recover 

with therapy and support. 

Chronic; outcome variable but 

often requires lifelong 

management. 

Representative 

Disorders 

Anxiety disorders, obsessive–

compulsive disorder, conversion 

disorder, phobias. 

Schizophrenia, bipolar disorder 

with psychotic features, delusional 

disorder. 
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Interpretative Commentary : 

From a psychopathological standpoint, the essential difference between 

neurosis and psychosis lies in the degree of ego integrity and reality orientation. 

• In neurosis, the ego remains intact, mediating between internal impulses and 

external demands; conflict is intra-psychic and consciously distressing. 

• In psychosis, ego boundaries collapse, leading to fusion of fantasy and 

reality—the patient lives within the delusional experience rather than observing it. 

Freud summarized this distinction concisely: 

“The neurotic suffers from his symptoms; the psychotic suffers through them.” 

That is, the neurotic individual perceives symptoms as foreign and distressing, 

whereas the psychotic individual inhabits a distorted reality structure, losing insight 

into the pathological nature of their experience. 

Clinically, this difference determines treatment orientation: 

• Neuroses respond effectively to psychotherapeutic techniques (e.g., 

cognitive restructuring, conflict resolution). 

• Psychoses require pharmacological stabilization first, followed by 

rehabilitative and cognitive–behavioral therapy. 

II. Psychoses (Severe Mental Disorders)  : 

1. Definition and General Overview : 

Psychosis is a term designating the most severe category of mental disorders, 

characterized by a profound rupture in the individual’s contact with reality and 

a deep alteration in thought, perception, emotion, and behavior. 

Unlike neurotic individuals, psychotic patients typically lack insight into their 

illness and are unable to differentiate subjective experiences (hallucinations, 

delusions) from objective reality (Sadock, Sadock, & Ruiz, 2015). 

Psychoses can appear in acute, episodic, or chronic forms, and may be either 

functional (psychogenic or biochemical in origin) or organic (secondary to brain 

pathology). 

These disorders profoundly affect social functioning, judgment, emotional 

expression, and volition, often requiring hospitalization or long-term psychiatric 

care. 

2. Core Clinical Features of Psychosis  : 

Psychotic states typically involve the following psychopathological characteristics: 

2.1.  Disturbance of Reality Testing: 

The patient cannot distinguish between inner experiences and external reality. 

Perceptions and beliefs are taken as absolute truth despite contradictory evidence. 
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2.2. Hallucinations: 

False sensory perceptions occurring without external stimuli. 

o Auditory hallucinations (hearing voices) are most frequent. 

o Visual, tactile, or olfactory hallucinations may also occur, especially in 

organic psychoses. 

2.3. Delusions: 

False, fixed beliefs that are not amenable to logical reasoning, e.g.: 

o Persecutory delusions (“They are following me.”) 

o Grandiose delusions (“I am chosen or have a special mission.”) 

o Delusions of reference (“TV or radio messages are directed at me.”) 

2.4. Disorganization of Thought and Speech: 

Manifested in loose associations, incoherence, tangentiality, or word salad. 

2.5. Affective Disturbance: 

Emotion may appear flat, blunted, or inappropriate to the situation. 

2.6. Motor Abnormalities: 

Range from psychomotor agitation to catatonia or stupor. 

2.7. Lack of Insight and Impaired Judgment: 

Patients typically deny illness and attribute their symptoms to external or 

supernatural causes. 

3. Functional Impairment: 

Marked disruption in occupational, social, and interpersonal domains. 

- Classification of Psychoses :   

Psychoses are commonly divided into two major categories based on etiology 

and clinical presentation: 

A. Organic Psychoses  : 

These psychoses result from identifiable brain pathology or biochemical 

disturbance, such as: 

• Cerebral infections (encephalitis, meningitis). 

• Brain injury, tumors, or epilepsy. 

• Substance-induced psychoses (alcohol, amphetamines, hallucinogens). 

• Neurocognitive disorders (e.g., dementia). 

Treatment focuses on the underlying organic cause, with psychotic symptoms 

typically subsiding upon resolution of the primary condition (Caine & Watson, 

2000). 

B. Functional Psychoses  : 

In these cases, no identifiable organic cause is found; the origin is psychogenic, 

genetic, or neurochemical. 

Functional psychoses include: 

• Schizophrenia, 

• Bipolar Disorder (Manic–Depressive Psychosis), 
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• Major Depressive Disorder with Psychotic Features, and 

• Brief Reactive Psychosis following severe emotional stress. 

Functional psychoses represent the core domain of clinical psychopathology 

due to their chronicity and profound impact on personality integration. 

III. Schizophrenia : 

1. Historical Background and Definition  : 

The term schizophrenia was introduced by Eugen Bleuler (1911) to replace 

Kraepelin’s earlier designation dementia praecox (“premature dementia”). 

Derived from the Greek words schizo (split) and phren (mind), it denotes a 

splitting or disintegration of mental functions — namely, thought, emotion, and 

behavior — rather than the notion of “split personality,” which is a common 

misconception. 

Schizophrenia is a chronic, severe psychotic disorder marked by profound 

disturbances in cognition, perception, affect, and volition. 

Its onset typically occurs in late adolescence or early adulthood, though 

childhood-onset cases exist, usually reflecting severe neurodevelopmental 

anomalies (Rapoport, Addington, & Frangou, 2005). 

2. Epidemiological Overview : 

• Prevalence: Approximately 1% of the global population. 

• Age of Onset: 15–25 years in males; 20–30 years in females. 

• Course: Chronic, with recurrent exacerbations and partial remissions. 

• Prognosis: Variable; depends on early intervention, family support, and 

treatment adherence. 

Schizophrenia has a profound impact on academic achievement, social 

functioning, and family stability, often leading to social withdrawal and 

occupational decline. 

3. Symptomatology of Schizophrenia  : 

Bleuler (1911) identified four core features — the “Four A’s” — that remain 

fundamental to modern understanding: 

1. Affectivity Disturbance: Emotional flattening, incongruent affect, or 

inappropriate responses. 

2. Association Disturbance: Disorganized or illogical thought processes and 

incoherent speech. 

3. Ambivalence: Coexistence of contradictory emotions or attitudes toward the 

same person or object. 
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4. Autism: Withdrawal into an internal world detached from external reality. 

Later, Kurt Schneider (1959) introduced First-Rank Symptoms, considered 

highly characteristic of schizophrenia: 

• Auditory hallucinations, particularly voices commenting or conversing. 

• Thought insertion, withdrawal, or broadcasting. 

• Delusional perception (normal perceptions invested with delusional 

significance). 

• Experiences of external control over one’s thoughts or actions. 

4. Modern Classification of Symptoms  : 

The DSM-5 (APA, 2013) and contemporary psychopathology categorize 

schizophrenic symptoms into three primary domains: 

1. Positive Symptoms: 

o Hallucinations, delusions, and thought disorder. 

o Represent an excess or distortion of normal functioning. 

2. Negative Symptoms: 

o Affective flattening, alogia (poverty of speech), avolition (lack of motivation), 

and social withdrawal. 

o Reflect a loss or diminution of normal emotional and behavioral capacities. 

3. Cognitive Symptoms: 

o Impaired attention, working memory, and executive functioning. 

o These deficits predict functional disability and treatment outcome (Green 

et al., 2000). 

5. Course and Prognosis  : 

Schizophrenia typically follows a cyclical course, alternating between acute 

psychotic episodes and partial remissions. 

The overall prognosis varies depending on multiple factors: 

Prognosis Favorable When Prognosis Poor When 

Acute and sudden onset Gradual, insidious onset 

Good premorbid adjustment Poor premorbid functioning 

Family and social support present Social isolation, conflict, or neglect 

Shorter duration of psychotic episodes Long duration before treatment 

Strong treatment adherence Frequent relapse or medication noncompliance 

Even though pharmacotherapy has advanced significantly, schizophrenia 

remains one of the most disabling psychiatric conditions, often requiring long-

term psychosocial rehabilitation. 
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IV. Etiological Factors of Psychosis and Schizophrenia : 

The origins of psychotic disorders, particularly schizophrenia, are 

multifactorial, involving biological predisposition, psychological mechanisms, 

and social–environmental influences that interact dynamically throughout 

development. 

A. Biological Factors  : 

1. Genetic Predisposition  : 

o Family, twin, and adoption studies consistently show that genetics play a 

major role. 

o The risk of schizophrenia is approximately 1% in the general population, but 

increases to 10% among first-degree relatives and up to 50% in monozygotic twins 

(Gottesman, 1991). 

o Specific susceptibility genes (e.g., DISC1, COMT, NRG1) influence 

neurodevelopmental and dopaminergic regulation. 

2. Neurochemical Abnormalities 

o The dopamine hypothesis posits hyperactivity of dopaminergic transmission 

in the mesolimbic system, producing positive symptoms (hallucinations, 

delusions). 

o Conversely, dopaminergic hypofunction in the prefrontal cortex 

contributes to negative symptoms (Howes & Kapur, 2009). 

o More recent research implicates glutamatergic (NMDA receptor) and 

serotonergic dysfunctions as contributing mechanisms. 

3. Neuroanatomical and Neurodevelopmental Factors 

o Neuroimaging studies reveal enlarged ventricles, reduced gray matter, and 

abnormal connectivity in the frontal and temporal lobes (Harrison, 1999). 

o Perinatal complications (hypoxia, maternal malnutrition, infections) increase 

risk, supporting the neurodevelopmental hypothesis (Murray & Lewis, 1987). 

4. Endocrine and Biochemical Considerations 

o Dysregulation of cortisol and stress-response systems can exacerbate 

symptom onset. 

o Oxidative stress and neuroinflammation are increasingly recognized as 

mediating factors. 

B. Psychological Factors  : 

1. Psychodynamic Perspective (Freud, 1914/1957) 

o Schizophrenia represents regression to an early narcissistic stage of 

development, where the ego withdraws libido from external objects and reinvests it 

in the self. 
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o The resulting collapse of ego boundaries leads to loss of reality testing and 

emergence of hallucinations as projections of repressed conflicts. 

2. Cognitive Perspective (Garety et al., 2001) 

o Psychotic symptoms arise from cognitive biases such as external attribution 

of internal experiences (“voices come from others”) or defective reality monitoring. 

o Faulty reasoning and overconfidence in erroneous beliefs contribute to 

delusion formation. 

3. Learning and Stress–Vulnerability Models 

o Biological vulnerability interacts with environmental stressors (e.g., 

trauma, social rejection) to precipitate psychotic episodes (Zubin & Spring, 1977). 

o Coping deficits and low tolerance for stress exacerbate symptom 

expression. 

C. Social and Environmental Factors  : 

• Family Dynamics: High levels of expressed emotion (EE) — characterized 

by criticism, hostility, or overinvolvement — are strongly associated with relapse 

(Brown et al., 1972). 

• Socioeconomic Stress: Poverty, unemployment, and poor housing conditions 

increase vulnerability. 

• Urbanization: Epidemiological studies reveal higher incidence rates in dense 

urban environments due to stress, isolation, and social disconnection. 

• Substance Use: Psychoactive drugs, particularly cannabis and 

amphetamines, can trigger or worsen psychotic symptoms in genetically 

predisposed individuals (Arseneault et al., 2004). 

These findings underscore the biopsychosocial model, emphasizing the 

interplay between biological vulnerability and environmental stress in the 

development and progression of psychosis. 

V. Treatment of Psychotic Disorders  : 

Effective treatment of psychosis, particularly schizophrenia, requires a 

multimodal and integrative approach encompassing biological, psychological, 

and social interventions. 

The goal is not merely to suppress acute symptoms but also to restore functional 

adaptation, interpersonal engagement, and quality of life. 

1. Pharmacological Treatment  : 

Antipsychotic medications (neuroleptics) constitute the primary intervention 

for controlling psychotic symptoms. 
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• First-Generation (Typical) Antipsychotics: 

e.g., Haloperidol, Chlorpromazine. 

These act primarily through dopamine D2 receptor blockade, reducing positive 

symptoms such as hallucinations and delusions. 

However, they often produce extrapyramidal side effects (tremors, rigidity, 

tardive dyskinesia). 

• Second-Generation (Atypical) Antipsychotics: 

e.g., Clozapine, Risperidone, Olanzapine, Quetiapine. 

These exhibit broader receptor profiles (dopamine-serotonin antagonism), 

improving negative and cognitive symptoms with fewer motor side effects. 

Clozapine remains the most effective agent for treatment-resistant 

schizophrenia, though it requires blood monitoring due to risk of 

agranulocytosis (Kane et al., 1988). 

• Adjunctive Medications: 

o Antidepressants for comorbid depression. 

o Mood stabilizers (e.g., lithium, valproate) for schizoaffective presentations. 

o Anxiolytics to reduce agitation and insomnia. 

Medication adherence is critical; psychoeducation and family involvement 

significantly enhance compliance and prevent relapse. 

2. Psychotherapeutic Interventions  : 

Although medication is essential, psychotherapy plays a crucial role in 

psychosocial adjustment and relapse prevention. 

A. Cognitive–Behavioral Therapy (CBT) : 

• Targets maladaptive beliefs, hallucinatory misattributions, and delusional 

interpretations. 

• Helps patients restructure cognitive distortions, develop coping strategies, 

and enhance insight (Kingdon & Turkington, 2005). 

B. Family Therapy and Psychoeducation  : 

• Aims to reduce expressed emotion and improve communication within the 

family system. 

• Provides education about the illness, early relapse signs, and the importance 

of medication adherence (Falloon et al., 1982). 

C. Social Skills Training and Rehabilitation  : 

• Focuses on interpersonal communication, self-care, and vocational skills. 

• Empowers patients to reintegrate into community life and achieve social 

autonomy. 

D. Psychodynamic Approaches  : 

• When insight and ego functions are relatively preserved, supportive or insight-

oriented therapy may facilitate ego strengthening and identity integration. 
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E. Occupational and Educational Support  : 

• Essential for adolescents and young adults, enabling continuity in schooling 

and eventual employment. 

3. Prevention and Early Intervention  : 

Early detection programs have demonstrated that psychosis onset can be 

delayed or mitigated through interventions at the prodromal phase (McGorry et 

al., 2002). 

Protective strategies include: 

• Screening for early cognitive or behavioral changes. 

• Implementing stress management and family-based support. 

• Reducing substance use and promoting community awareness to minimize 

stigma. 

VI. Borderline States  : 

1. Definition and Clinical Context : 

Borderline states occupy an intermediate zone between neurosis and 

psychosis—a “borderland” of psychopathology characterized by instability of 

identity, affect, and interpersonal relationships. 

They represent personality organizations that fluctuate between neurotic and 

psychotic functioning depending on stress levels and ego strength (Kernberg, 1975). 

The individual neither maintains the coherence of the neurotic personality nor 

exhibits the complete disorganization of the psychotic; rather, they demonstrate 

partial ego breakdown and primitive defense mechanisms. 

2. Core Characteristics of Borderline Personality Organization  : 

1. Identity Diffusion: 

Weak sense of self and others; unstable self-image and goals. 

2. Affective Instability: 

Intense mood swings, chronic emptiness, and episodic anger. 

3. Interpersonal Turbulence: 

Alternating idealization and devaluation of others (“I love you – I hate you”). 

4. Primitive Defenses: 

Splitting, projective identification, denial, and omnipotent control. 

5. Transient Psychotic Episodes: 

Brief periods of paranoid ideation or dissociative symptoms under stress. 

6. Self-Destructive Tendencies: 

Impulsivity, suicidal gestures, or self-mutilation as expressions of internal tension. 

3. Etiology  : 

Borderline pathology emerges from the interaction of: 

• Early attachment disruptions (neglect, inconsistent caregiving). 

• Traumatic experiences (abuse, abandonment). 
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• Temperamental vulnerability (emotional reactivity, impulsivity). 

• Invalidating family environments (Linehan, 1993). 

4. Treatment of Borderline States  : 

1. Dialectical Behavior Therapy (DBT): 

Developed by Marsha Linehan (1993), DBT integrates cognitive–behavioral and 

mindfulness-based techniques to enhance emotional regulation and interpersonal 

effectiveness. 

2. Transference-Focused Psychotherapy (TFP): 

Based on Kernberg’s object-relations theory, this approach uses the therapist–

patient relationship to restructure internalized object representations. 

3. Pharmacotherapy: 

Symptom-targeted medication may reduce mood instability, impulsivity, and 

anxiety. 

4. Long-Term Support: 

Consistency, empathy, and clear therapeutic boundaries are essential for progress. 

General Conclusion  : 

Understanding neuroses, psychoses, and borderline states within childhood 

and adolescence is fundamental to the field of clinical and developmental 

psychopathology. 

These categories do not exist in isolation but form a continuum of psychological 

disorganization reflecting variations in ego integrity, reality testing, and 

emotional regulation. 

• Neuroses represent conflicts within an intact ego. 

• Psychoses represent ego disintegration and loss of reality. 

• Borderline states constitute transitional structures fluctuating between the 

two extremes. 

Early detection, integrated treatment, and family support remain key to 

improving prognosis and adaptive functioning. 

In educational and clinical settings alike, adopting a preventive, humanistic, 

and evidence-based approach ensures optimal outcomes for children and 

adolescents facing psychopathological difficulties. 
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Lecture 8: Neurodevelopmental Disorders: Autism Spectrum 

Disorder 

Introduction : 

Neurodevelopmental disorders represent one of the most significant 

psychological and medical challenges that have attracted increasing attention in 

recent decades, due to their complex nature and the multidimensional difficulties 

they impose on children’s cognitive, emotional, and social development from the 

earliest stages of life. These disorders constitute a group of conditions that arise from 

abnormalities in the development of the central nervous system (CNS) during 

childhood, which, in turn, negatively affect overall functioning in communication, 

behavior, learning, and executive abilities (Thapar et al., 2017). 

Within this category fall a range of chronic and complex disorders such as 

Autism Spectrum Disorder (ASD), Attention-Deficit/Hyperactivity Disorder 

(ADHD), Intellectual Disability, Specific Learning Disorders, and 

Communication Disorders, among others, as defined by the Diagnostic and 

Statistical Manual of Mental Disorders, Fifth Edition (DSM-5) published by the 

American Psychiatric Association (APA, 2013). 

Among these, Autism Spectrum Disorder has become one of the most widely 

discussed and studied neurodevelopmental conditions in the fields of 

neuropsychology, special education, and neuroscience. This is largely due to its 

increasing global prevalence, the difficulty in identifying its precise causes, and the 

heterogeneity of its clinical manifestations. According to the World Health 

Organization (2022), approximately one in every 100 children worldwide is 

affected by a form of ASD, with variations depending on geographical and cultural 

contexts. 

Understanding Autism Spectrum Disorder requires more than a clinical 

diagnosis—it demands a comprehensive analysis of its neurodevelopmental 

structure, psychological and social mechanisms, and educational and therapeutic 

interventions. In the Arab context, and particularly in Algeria, the issue is further 

complicated by the lack of early diagnostic services, scarcity of trained specialists, 

and the limited availability of rehabilitation and intervention centers. 

Therefore, this lecture aims to present an in-depth analytical overview of Autism 

Spectrum Disorder as a central model of neurodevelopmental disorders, by 

addressing its fundamental concepts, behavioral features, theoretical models, 

diagnostic and therapeutic approaches, and the current research and practical 

challenges in both the Arab and Algerian contexts. 
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I. Introduction to Neurodevelopmental Disorders : 

1. Definition of Neurodevelopmental Disorders : 

Neurodevelopmental disorders are defined as a group of conditions that begin 

during early stages of a child’s development and lead to significant impairments in 

cognitive, behavioral, and social functions. According to Thapar and Rutter (2017), 

these disorders originate from structural or functional abnormalities in the nervous 

system during developmental periods, resulting in deficits in the acquisition of basic 

skills such as communication, attention, learning, and behavioral regulation. 

The DSM-5 classifies neurodevelopmental disorders as a distinct category, 

providing specific diagnostic criteria (APA, 2013). These include: 

• Intellectual Developmental Disorder 

• Communication Disorders 

• Autism Spectrum Disorder (ASD) 

• Attention-Deficit/Hyperactivity Disorder (ADHD) 

• Specific Learning Disorders 

• Motor Disorders 

A defining feature of these disorders is that they emerge during early 

development and are often associated with difficulties in academic and social 

functioning that may persist into adolescence and adulthood. 

2. General Characteristics of Neurodevelopmental Disorders : 

Neurodevelopmental disorders share a set of fundamental features that can be 

summarized as follows: 

• Early Onset: The first signs typically appear within the first three years of life 

and are often noticed by parents or teachers. 

• Chronic Nature: These disorders are lifelong conditions; while symptoms 

can be mitigated through early intervention, full recovery is rare. 

• Deficits in Cognitive and Neurological Functions: Such as impairments in 

attention, language, planning, and social interaction. 

• Genetic and Environmental Interplay: Recent studies highlight the role of 

gene-environment interaction in their etiology (Kendler & Eaves, 2005). 

• Symptom Overlap: The symptoms of ASD, for example, may overlap with 

ADHD or language disorders, complicating accurate diagnosis. 

3. The Importance of Studying Neurodevelopmental Disorders : 

The significance of studying these disorders lies in their profound impact on 

essential aspects of child development, posing challenges for families, schools, and 

healthcare systems alike. They affect not only academic achievement or social 
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relationships but also the formation of personal identity and emotional integration. 

Early detection, therefore, is crucial in guiding effective intervention and minimizing 

long-term behavioral consequences (Zwaigenbaum et al., 2020). 

In the academic sphere, neurodevelopmental disorders constitute a rich field for 

research in developmental neuropsychology, as they shed light on the relationship 

between brain development and human behavior, enabling the design of more precise 

educational and therapeutic strategies. 

In the Arab societal context, there is an urgent need for empirical studies that 

determine the prevalence and characteristics of these disorders. The lack of 

specialized diagnostic centers and limited public awareness often result in delayed 

intervention and increased psychological strain on families. 

4. Historical Evolution of the Concept of Neurodevelopmental Disorders : 

Interest in neurodevelopmental disorders dates back to the 19th century when 

they were broadly categorized as mental or behavioral disturbances without clear 

differentiation. With advances in clinical neurology and developmental 

psychology, new perspectives emerged linking these disorders to structural or 

functional abnormalities in brain maturation. 

Recent advances in neuroimaging techniques, such as Functional Magnetic 

Resonance Imaging (fMRI) and Positron Emission Tomography (PET), have 

significantly deepened the understanding of the neural underpinnings of these 

conditions (Happé & Frith, 2014). These technologies have clarified the connection 

between brain architecture and behavioral manifestations. 

This conceptual evolution paved the way for recognizing neurodevelopmental 

disorders as a distinct category in modern psychiatric classifications—especially 

after the publication of the DSM-5 (2013), which grouped these disorders under one 

umbrella, differentiating them from mental illnesses that emerge later in life. 

II. The Nature of Autism Spectrum Disorder (ASD) : 

1. Clinical and Conceptual Definition : 

Autism Spectrum Disorder (ASD) is a complex neurodevelopmental 

disorder characterized by persistent deficits in social communication and social 

interaction, accompanied by restricted and repetitive patterns of behavior, interests, 

or activities (American Psychiatric Association, 2013). 

The disorder typically manifests during the first three years of life and varies in 

severity—from mild to severe—hence the use of the term “spectrum”, reflecting the 

diversity of clinical presentations and levels of functioning (Lord et al., 2018). 
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According to Wing and Gould (1979), autism is a disorder of social interaction, 

communication, and imagination—what they termed the “Triad of Impairments”, 

a foundational framework for understanding the behavioral symptoms of the 

disorder. 

The DSM-5 (2013) consolidated several previously separate diagnostic 

categories under the single umbrella of Autism Spectrum Disorder, which now 

includes: 

• Childhood Autism 

• Asperger’s Syndrome 

• Pervasive Developmental Disorder – Not Otherwise Specified (PDD-

NOS) 

This unification was based on evidence of overlapping symptoms and varying 

severity among individuals (Volkmar & McPartland, 2014). 

2. Core Diagnostic Criteria in DSM-5 : 

The DSM-5 identifies two primary criteria for the diagnosis of ASD: 

A. Persistent deficits in social communication and social interaction across 

multiple contexts, manifested by: 

• Deficits in social-emotional reciprocity, such as difficulty initiating or 

sustaining conversations, reduced sharing of emotions, or diminished emotional 

responsiveness. 

• Deficits in nonverbal communicative behaviors, such as poor eye contact, 

limited use of gestures, or lack of facial expressions. 

• Difficulties in developing and maintaining relationships, including 

challenges in understanding social roles or forming friendships. 

B. Restricted, repetitive patterns of behavior, interests, or activities, as 

manifested by at least two of the following: 

• Stereotyped or repetitive motor movements, speech, or use of objects (e.g., 

echolalia or hand-flapping). 

• Insistence on sameness, inflexible adherence to routines, or ritualized patterns 

of behavior. 

• Highly restricted and fixated interests that are abnormal in intensity or focus. 

• Hyper- or hypo-reactivity to sensory input, or unusual interest in sensory 

aspects of the environment (e.g., lights, sounds). 

Symptoms must be present in early developmental stages and cause clinically 

significant impairment in social, academic, or occupational functioning (American 

Psychiatric Association, 2013). 
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3. Behavioral Manifestations of Autism Spectrum Disorder : 

The behavioral features of ASD can be categorized into three main domains: 

A. Social Manifestations 

• Difficulty sharing interests or emotions with others. 

• Limited understanding or interpretation of social cues such as gaze or facial 

expressions. 

• Social withdrawal or lack of engagement in reciprocal social interactions. 

B. Linguistic and Communicative Manifestations 

• Delayed or absent speech development. 

• Atypical use of language, such as repetitive or echolalic speech. 

• Difficulty using language functionally in social contexts. 

C. Cognitive and Behavioral Manifestations 

• Repetitive or stereotyped movements (e.g., spinning, hand-flapping). 

• Excessive focus on specific objects or details. 

• Resistance to environmental or routine changes. 

• Unusual sensory responses, including hypersensitivity or hyposensitivity to 

sounds, textures, or lights. 

These manifestations vary widely in severity and combination, making diagnosis 

complex and necessitating multidisciplinary assessment (Lord & Bishop, 2015). 

4. Individual Differences and the Spectrum Nature of Autism 

ASD presents wide variability in symptom intensity and cognitive or social 

performance. Some individuals may exhibit high cognitive abilities and exceptional 

skills in specific domains (e.g., mathematics or computing), while others experience 

profound impairments in communication and behavior. 

As Frith (2003) describes, autism is a “multi-faceted spectrum disorder”, 

where biological, cognitive, and behavioral dimensions intertwine. 

Recognizing this spectrum nature is essential for clinicians, as it supports the 

implementation of individualized intervention plans (IIPs) tailored to each child’s 

unique strengths and needs, instead of adopting standardized, one-size-fits-all 

therapeutic models. 

5. Autism in the Arab and Algerian Contexts 

Recent Arab studies indicate a notable rise in the diagnosis of autism spectrum 

disorder during the past two decades, largely due to improved screening tools and 

greater parental awareness (Abd al-Aziz Al-Shakhsh, 2018). 

In Algeria, although field research remains limited, some estimates suggest a 

prevalence of approximately 1 in 120 children, varying across regions (Ben Zeena, 

2020). 
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Algerian families often face major challenges in accessing early diagnostic and 

intervention services due to the scarcity of specialized centers and the insufficient 

training of professionals, which delays therapeutic and educational support. 

III. Etiological Factors and Influences in the Development of Autism 

Spectrum Disorder: 

Research into the causes of autism spectrum disorder remains one of the most 

complex areas in neuropsychology. There is no single cause; rather, ASD results 

from a multifactorial interaction of biological, genetic, environmental, and 

developmental factors. 

1. Genetic and Hereditary Factors : 

Genetic influences are considered among the strongest contributors to ASD. 

Studies suggest that heritability accounts for approximately 70–90% of autism 

cases (Tick et al., 2016). Twin studies have shown a significantly higher concordance 

rate among monozygotic twins compared to dizygotic twins. 

Several candidate genes have been identified, including SHANK3, MECP2, 

and NRXN1, all of which are involved in synaptogenesis and neural 

communication (Gaugler et al., 2014). 

However, no single gene can explain the disorder’s emergence; rather, it is 

believed to result from polygenic interaction, where numerous genes interact with 

environmental factors during critical stages of neurodevelopment. 

2. Neurological and Biological Factors : 

Neuroimaging studies have revealed structural and functional brain 

abnormalities in individuals with ASD, particularly in regions associated with social 

and emotional processing, such as: 

• Prefrontal Cortex 

• Cerebellum 

• Amygdala 

• Superior Temporal Sulcus 

These regions show atypical activation patterns during social or affective tasks 

(Ecker et al., 2015). 

Biochemical studies also indicate neurotransmitter dysfunctions, especially in 

serotonin and dopamine systems, affecting sensory and emotional information 

processing. 

Moreover, research has shown that some children with ASD exhibit early brain 

overgrowth followed by decelerated development later in childhood—an indication 

of disrupted neural organization (Courchesne et al., 2011). 



Lecture 8: Neurodevelopmental Disorders: Autism Spectrum Disorder     

 
 

 
83 

3. Environmental Factors (Prenatal and Perinatal): 

Although genetics play a crucial role, environmental factors significantly 

influence susceptibility to ASD. These include: 

• Exposure to toxic substances during pregnancy (e.g., mercury, pesticides). 

• Maternal viral or immune infections during gestation. 

• Perinatal complications, such as oxygen deprivation or premature birth. 

• Advanced parental age at conception (Durkin et al., 2008). 

Additionally, chronic maternal stress may indirectly affect fetal neural 

development through complex hormonal mechanisms. 

4. Gene–Environment Interaction Hypothesis 

Most contemporary studies endorse the Gene–Environment Interaction 

Model, which posits that ASD arises from the interaction between genetic 

predisposition and environmental triggers. 

Individuals with genetic susceptibility may develop the disorder only when 

exposed to environmental stressors during critical developmental windows 

(Modabbernia et al., 2017). 

This integrative perspective provides a realistic understanding of ASD, 

emphasizing both biological determinism and environmental modulation, and 

accounting for the wide variability of symptom expression among individuals. 

5. Rejection of Outdated Theories: 

Early psychological theories—such as Bettelheim’s “Refrigerator Mother 

Hypothesis” (1950s), which attributed autism to emotionally distant parenting—

have been thoroughly refuted. 

Modern scientific evidence confirms that autism is not caused by parenting 

style, but is a neurodevelopmental condition with identifiable biological bases 

(Frith, 2003). 

IV. Theoretical Models Explaining Autism Spectrum Disorder (ASD) : 

Theoretical models provide conceptual frameworks for understanding the 

possible causes and underlying mechanisms—neurological, cognitive, and 

psychological—that contribute to the manifestation of Autism Spectrum Disorder 

(ASD). 

While no single model can explain all dimensions of this complex condition, 

advances in neuroscience and cognitive psychology have enabled the development 

of multiple complementary perspectives that together enhance understanding of its 

multifaceted nature. 
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1. The Neurobiological Model: 

The neurobiological model focuses on the neurological and genetic 

foundations of ASD and is among the most empirically supported frameworks. 

Research indicates that ASD is linked to abnormalities in brain structures 

associated with social and emotional communication, including: 

• Amygdala, responsible for processing social emotions and fear responses; 

studies reveal early enlargement followed by functional regression (Schumann et al., 

2004). 

• Prefrontal Cortex, responsible for planning, social interaction, and decision-

making, showing atypical connectivity with other brain regions (Just et al., 2007). 

• Superior Temporal Sulcus, which processes social cues such as gaze 

direction and facial expressions. 

Genetic research has identified over 100 ASD-related genes, including 

SHANK3, NRXN1, and CNTNAP2, which regulate synaptogenesis—the 

formation and maintenance of neural synapses (Abrahams & Geschwind, 2008). 

From this perspective, ASD results from functional connectivity deficits among 

brain regions responsible for social cognition and emotional processing, leading to 

difficulties in integrating social information (Courchesne et al., 2011). 

2. The Cognitive Model: 

The cognitive model emphasizes the role of higher-level mental processes 

affected in individuals with ASD. Within this framework, three major cognitive 

hypotheses stand out: 

A. Theory of Mind (ToM) : 

Proposed by Baron-Cohen (1985), this theory posits that individuals with autism 

struggle to infer others’ mental states—beliefs, intentions, and emotions. This 

inability to attribute mental states to others impairs understanding and predicting 

social behavior. 

B. Weak Central Coherence (WCC) Hypothesis : 

Proposed by Frith (1989), this view suggests that autistic individuals focus 

excessively on local details rather than perceiving the global context. This local 

processing bias explains why individuals may excel in specific perceptual tasks but 

struggle with contextual and social comprehension. 

C. Executive Dysfunction Theory : 

Developed by Ozonoff et al. (1991), this theory attributes the core difficulties of 

ASD to impairments in executive functions—including planning, cognitive 

flexibility, and self-monitoring—stemming from dysfunction in the prefrontal 

cortex. 
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These cognitive theories are not mutually exclusive but rather complementary, 

collectively accounting for the characteristic behavioral and cognitive deficits of 

ASD. 

3. The Behavioral Model: 

The behavioral model is one of the earliest applied approaches in understanding 

and treating ASD, grounded in the principles of classical and operant conditioning. 

It conceptualizes maladaptive behaviors as learned responses shaped through 

reinforcement and environmental contingencies. 

This model laid the foundation for Applied Behavior Analysis (ABA), 

developed by Lovaas (1987), one of the most evidence-based approaches for 

improving social, linguistic, and adaptive behaviors in children with ASD. 

Behavioral interventions rely on positive reinforcement to encourage desirable 

behaviors and extinction techniques to reduce maladaptive ones. 

4. The Neurocognitive Integration Model: 

The neurocognitive integration model synthesizes insights from both 

neurobiological and cognitive perspectives. 

It posits that ASD arises from disrupted neural networks responsible for 

integrating social, attentional, and cognitive processing. 

Deficits in Theory of Mind or cognitive flexibility are viewed as direct 

outcomes of impaired neural connectivity among the frontal, temporal, and parietal 

lobes (Pelphrey et al., 2011). 

This model highlights the interdependence of brain structure, cognition, and 

behavior in explaining the heterogeneity of ASD. 

5. The Bio-Psycho-Social Model : 

The bio-psycho-social model offers a holistic perspective that incorporates the 

interplay between biological, psychological, and social factors. 

Genetic and neurobiological predispositions provide the foundation, while 

environmental and social contexts influence symptom expression and progression. 

The model emphasizes the crucial role of early social integration and 

stimulating environments in enhancing communicative and emotional 

development in children with ASD (Bronfenbrenner, 1994). 

It advocates for multidisciplinary approaches that consider biological 

vulnerabilities, psychological interventions, and socio-environmental support as 

interconnected dimensions of care. 
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V. Clinical Diagnosis and Assessment Criteria of Autism Spectrum 

Disorder : 

Accurate diagnosis is the cornerstone of effective intervention. 

The American Psychiatric Association (APA, 2013) recommends a 

comprehensive, integrative approach combining clinical observation, structured 

interviews, standardized assessment tools, and developmental history to ensure 

reliability and validity in diagnosing ASD. 

1. Diagnostic Criteria According to DSM-5 : 

According to the DSM-5 (APA, 2013), a diagnosis of Autism Spectrum 

Disorder requires the following: 

A. Persistent deficits in social communication and social interaction across 

multiple contexts, including: 

• Deficits in socio-emotional reciprocity (e.g., difficulties in conversation, 

reduced emotional sharing). 

• Deficits in nonverbal communicative behaviors (e.g., poor eye contact, limited 

gestures). 

• Difficulties in developing and maintaining relationships. 

B. Restricted, repetitive patterns of behavior, interests, or activities, 

including at least two of: 

• Stereotyped or repetitive speech, motor movements, or use of objects (e.g., 

echolalia, hand-flapping). 

• Excessive adherence to routines and resistance to change. 

• Fixated interests of abnormal intensity or focus. 

• Hyper- or hypo-reactivity to sensory stimuli. 

C. Symptoms must be present in the early developmental period (typically before 

age three). 

D. Symptoms must cause clinically significant impairment in social, 

occupational, or academic functioning. 

E. The disturbance cannot be better explained by intellectual disability or global 

developmental delay. 

2. Clinical and Diagnostic Tools : 

A. Autism Diagnostic Interview – Revised (ADI-R) 

A semi-structured interview administered to caregivers to evaluate three key 

domains: communication, social interaction, and repetitive behaviors. 

B. Autism Diagnostic Observation Schedule – Second Edition (ADOS-2) 

One of the most widely used and validated instruments. It involves structured, direct 
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observation of the child’s communication, play, and stereotyped behaviors (Lord et 

al., 2012). 

C. Behavior Rating Scales 

Examples include the Childhood Autism Rating Scale (CARS) and the Gilliam 

Autism Rating Scale (GARS), which measure symptom severity based on everyday 

behavioral observations. 

D. Neuropsychological Assessment 

Evaluates executive functions, memory, attention, and language abilities, to 

identify cognitive strengths and weaknesses associated with ASD. 

3. Multidisciplinary Evaluation : 

A comprehensive diagnosis requires collaboration among professionals from 

multiple disciplines, including: 

• Psychiatrist: to assess comorbid mental disorders. 

• Clinical Psychologist: to administer psychological and behavioral 

assessments. 

• Speech and Language Pathologist: to evaluate verbal and nonverbal 

communication. 

• Social Worker/Educational Specialist: to analyze the child’s environmental 

and familial context. 

Based on the DSM-5, the severity of ASD is classified into three levels: 

• Level 1: Requiring support. 

• Level 2: Requiring substantial support. 

• Level 3: Requiring very substantial support. 

4. Early Screening and Differential Diagnosis : 

Early screening is critical for minimizing developmental delays and facilitating 

timely intervention. Common screening tools include: 

• M-CHAT-R/F (Modified Checklist for Autism in Toddlers) for children 

aged 16–30 months. 

• SCQ (Social Communication Questionnaire) for assessing social 

communication skills. 

Differential diagnosis must distinguish ASD from other conditions such as: 

• Attention-Deficit/Hyperactivity Disorder (ADHD) 

• Developmental Language Disorder (DLD) 

• Intellectual Disability 

• Social Anxiety Disorder 
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5. Diagnostic Challenges : 

Several challenges complicate accurate ASD diagnosis, including: 

• Phenotypic variability, or the wide range of symptom expressions. 

• Cultural and linguistic factors influencing symptom interpretation. 

• Limited clinical resources in educational and healthcare systems within Arab 

contexts, leading to underdiagnosis or delayed identification (Al-Salehi et al., 2009). 

Consequently, the World Health Organization (WHO, 2021) emphasizes the 

importance of early detection programs and specialized professional training in 

mental health and special education to enhance diagnostic accuracy and accessibility. 

VI. Contemporary Therapeutic Approaches to Autism Spectrum Disorder 

(ASD) : 

The multimodal treatment approach has emerged as one of the most effective 

contemporary frameworks for addressing Autism Spectrum Disorder (ASD), given 

the disorder’s complex and multidimensional nature. 

ASD symptoms span cognitive, linguistic, behavioral, and social domains, 

requiring interventions that integrate clinical, educational, and cognitive-

behavioral dimensions, in addition to neurobiological support strategies. 

1. Applied Behavior Analysis (ABA) : 

Applied Behavior Analysis (ABA) remains one of the most empirically 

supported and effective intervention approaches for ASD. 

It focuses on modifying maladaptive behaviors and reinforcing adaptive 

behaviors through behavioral principles such as reinforcement, extinction, and 

shaping (Lovaas, 1987). 

Empirical studies have demonstrated that intensive ABA programs significantly 

improve communication, social interaction, and self-help skills, particularly in 

young children diagnosed early (Smith, 2013; Leaf & McEachin, 2019). 

This approach relies on data-based decision-making, where behavioral 

progress is continuously monitored and intervention strategies are adjusted 

accordingly. 

2. The Early Start Denver Model (ESDM) : 

The Early Start Denver Model (ESDM) represents an integrative approach 

combining principles of behavioral analysis with social interaction and 

developmental psychology. 

Designed for children under the age of five, ESDM seeks to enhance language, 

cognitive development, and social engagement (Rogers & Dawson, 2010). 
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It uses play-based learning and naturalistic teaching contexts, emphasizing 

joint attention, imitation, and reciprocal interaction, which promote 

communication and emotional connection between the child and the caregiver. 

3. Modified Cognitive Behavioral Therapy (CBT) for Autism : 

In recent years, Cognitive Behavioral Therapy (CBT) has been successfully 

adapted for children and adolescents with ASD who possess sufficient verbal and 

cognitive abilities. 

This modified form targets emotional regulation, cognitive flexibility, and social 

anxiety management, which are often comorbid with autism (Wood et al., 2009). 

Therapists employ structured exercises to help individuals recognize emotions, 

challenge irrational thoughts, and develop coping skills for social or sensory 

stressors. 

4. Speech and Language Therapy: 

Speech and Language Therapy is a cornerstone of ASD intervention, aiming 

to develop both verbal and nonverbal communication skills and enhance 

communicative intent (Paul, 2007). 

Modern speech therapy integrates augmentative and alternative 

communication systems (AAC), such as the Picture Exchange Communication 

System (PECS), which has shown significant efficacy in improving functional 

communication and social interaction (Bondy & Frost, 2001). 

Interventions often include training in pragmatic language use, nonverbal 

cues, and social conversation skills. 

5. Occupational Therapy and Sensory Integration : 

Occupational Therapy (OT) aims to help children with ASD achieve 

independence in daily life activities while addressing sensory processing 

difficulties commonly associated with autism (Baranek, 2002). 

The Sensory Integration (SI) approach involves structured activities that 

regulate sensory input—through tactile, vestibular, or proprioceptive stimulation—

to enhance self-regulation, motor coordination, and attention control. 

Therapeutic sessions are often individualized, combining physical exercises, 

play, and environmental adjustments to support adaptive functioning. 

6. Complementary and Supportive Therapies: 

Recent trends in ASD intervention promote the use of complementary therapies 

as part of comprehensive care plans. 

These include: 

• Music Therapy, which facilitates emotional expression and social 

engagement. 
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• Art Therapy, which enhances creativity and emotional processing. 

• Movement and Dance Therapy, improving body awareness and emotional 

regulation (Geretsegger et al., 2014). 

Moreover, innovative methods such as Animal-Assisted Therapy (AAT) and 

Digital Interventions—utilizing Virtual Reality (VR) and Social Robots—are 

increasingly used to improve attention, motivation, and communication skills 

(Scassellati et al., 2018). 

7. Pharmacological Interventions: 

Medication does not directly treat the core symptoms of autism but may be 

prescribed to manage associated behavioral and emotional difficulties such as 

anxiety, aggression, or hyperactivity. 

Common pharmacological options include: 

• Risperidone, used to reduce irritability and aggressive behavior (McDougle 

et al., 2005). 

• Aripiprazole, which helps regulate mood and behavioral disturbances (Owen 

et al., 2009). 

Pharmacological treatment must always be administered under the supervision 

of a child psychiatrist and integrated within a comprehensive care plan that 

includes behavioral and educational interventions. 

VII. Psychological, Educational, and Institutional Care for Children with 

Autism Spectrum Disorder : 

Field research demonstrates that effective care for children with ASD requires a 

comprehensive and multidisciplinary vision, integrating psychological therapy, 

education, and social rehabilitation within a coordinated system involving 

families, schools, and healthcare institutions. 

1. Educational Care: 

Inclusive Education represents a fundamental direction for the future of ASD 

support. It involves integrating children with autism into mainstream educational 

settings, either through specialized classrooms or shared learning environments, 

consistent with the principle of “Education for All.” 

The UNESCO (2020) guidelines emphasize creating inclusive learning 

environments that are adapted to individual needs through Individualized 

Educational Plans (IEPs) and specialized support services. 

Research from both Western and Arab contexts demonstrates that educational 

inclusion improves social interaction, self-acceptance, and cooperative behaviors 

in children with ASD (Al-Anzi, 2021). 
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2. Family-Based Intervention : 

The family plays a pivotal role in all stages of intervention. 

The effectiveness of therapy is closely linked to the degree of parental 

involvement and consistency of home-based reinforcement. 

Training programs for parents (e.g., Parent Training Programs) have been 

shown to significantly improve behavioral and communication outcomes by 

teaching parents the use of ABA principles and alternative communication 

strategies (Koegel et al., 2014). 

Providing psychological support for parents—particularly mothers—is equally 

essential to reduce emotional stress and promote family resilience. 

3. Institutional and Community-Based Care: 

Comprehensive care requires the establishment of multidisciplinary centers 

that integrate medical, psychological, educational, and social services. 

These centers should include specialists in psychiatry, clinical psychology, 

special education, occupational therapy, and speech-language pathology. 

In Algeria, some model institutions have begun implementing integrative 

programs combining clinical evaluation with individualized educational 

interventions, although such initiatives remain limited and need broader institutional 

expansion (Ben Zidan, 2022). 

4. Current Challenges : 

The care and management of ASD in Arab and Algerian contexts face several 

persistent obstacles, including: 

• Limited early diagnosis due to a lack of standardized screening tools. 

• Weak coordination between healthcare and educational sectors. 

• Insufficient professional training in behavioral analysis and 

neurodevelopmental assessment. 

• Financial constraints and limited family support systems. 

• Social stigma, which continues to hinder early identification and school 

inclusion. 

5. Future Perspectives : 

Modern policies are increasingly oriented toward: 

• Employing artificial intelligence and augmented reality technologies in 

screening and therapeutic training. 

• Developing national legislation to protect the rights of children with ASD 

and ensure equitable access to education and healthcare. 

• Creating national databases for monitoring prevalence and informing public 

policy. 
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• Promoting international research collaboration in neurodevelopmental 

science. 

These emerging approaches affirm that successful management of ASD requires 

a synergistic combination of psychological, behavioral, neurological, and 

educational strategies within an integrated, evidence-based framework. 

In Arab and Algerian societies, the remaining challenges provide valuable 

opportunities to develop national strategies founded on scientific research, 

professional training, and institutional cooperation. 

VIII. General Synthesis and Analytical Conclusion : 

Autism Spectrum Disorder (ASD) represents one of the most complex and 

scientifically intriguing neurodevelopmental disorders of recent decades, owing to 

its multidimensional nature, diverse behavioral and cognitive manifestations, and 

multifactorial etiological pathways—biological, psychological, and social. 

With the rising global prevalence of ASD diagnoses, the condition has become 

not only a clinical and educational challenge but also a societal and ethical one, 

calling for a comprehensive and integrative understanding of human neurodiversity. 

1. Clinical Analysis of the Disorder: 

Neuroscientific research reveals that individuals with ASD exhibit distinct 

variations in brain structure and neural connectivity, particularly in regions such 

as the prefrontal cortex, cerebellum, and limbic system (Amaral et al., 2017). 

These differences help explain core deficits in joint attention, social 

communication, and cognitive flexibility. 

Furthermore, genetic studies indicate that synaptic genes—those governing 

neural communication and plasticity—play a central role in the disorder’s 

development, confirming the heritable neurobiological foundation of autism 

(Abrahams & Geschwind, 2008). 

2. Psychological and Social Perspectives : 

From psychoanalytic and behavioral viewpoints, autism has been 

conceptualized as a disturbance in self-development and relational dynamics, with 

impairments in symbolic construction and affective reciprocity (Tustin, 1992). 

Behaviorists, however, interpret ASD through the lens of learning theory, 

viewing its symptoms as resulting from deficits in social learning and 

reinforcement processes, emphasizing that behavioral modification through 

intensive behavioral training can lead to significant improvements (Lovaas, 1987). 

Contemporary social approaches advocate moving beyond pathologizing autism 

toward the Neurodiversity Model, which regards autism as a variation of human 

neurology, not a deficit. 

 

 



Lecture 8: Neurodevelopmental Disorders: Autism Spectrum Disorder     

 
 

 
93 

This paradigm promotes social acceptance, inclusion, and the recognition of 

cognitive diversity as an essential aspect of human identity (Singer, 2016). 

3. Integrating Theoretical and Applied Models : 

The true challenge in understanding ASD lies in bridging biological, clinical, 

psychological, and educational paradigms within a unified framework. 

The most comprehensive of these is the Bio-Psycho-Social Model (Engel, 

1980), which acknowledges the interdependence of genetic, neural, emotional, and 

social factors. 

This model supports an integrated view of autism as a dynamic developmental 

condition, requiring multilevel interventions that address both neurobiological 

mechanisms and contextual environmental influences. 

4. Applied and Contextual Challenges : 

In Arab and Algerian contexts, ASD management faces persistent 

methodological and institutional challenges, including: 

• The lack of standardized diagnostic instruments in Arabic. 

• The absence of structured professional training programs for specialists in 

applied behavior analysis and clinical neuropsychology. 

• The limited availability of early intervention centers, despite the proven 

benefits of early developmental programs (Rogers & Dawson, 2010). 

• The fragmented coordination between educational and healthcare 

institutions, leading to gaps in service continuity. 

5. Future Vision : 

The future of ASD intervention in Arab and Algerian societies depends on 

adopting a scientific and inclusive vision, grounded in the following directions: 

• Expanding research in developmental neuroscience to better understand 

brain-behavior relationships. 

• Implementing AI-driven diagnostic and training tools to enhance precision 

and accessibility. 

• Broadening university training programs in clinical counseling and special 

education. 

• Incorporating early prevention strategies within school health programs. 

• Developing national policies that protect the rights and inclusion of 

individuals with autism, ensuring equitable access to education, healthcare, and 

employment. 

 

 

 



Lecture 8: Neurodevelopmental Disorders: Autism Spectrum Disorder     

 
 

 
94 

IX. Scientific and Practical Recommendations : 

Based on the preceding theoretical, clinical, and educational analyses, the 

following recommendations are proposed for researchers, professionals, and 

policymakers: 

1. At the Scientific and Research Level: 

• Intensify neuroscientific and psychological research on genetic, biological, 

and environmental contributors to ASD in Arab populations. 

• Encourage comparative studies assessing the effectiveness of different 

intervention programs (e.g., ABA, ESDM, modified CBT). 

• Establish national databases documenting prevalence, demographic patterns, 

and clinical characteristics of ASD. 

• Integrate analytical and interactive paradigms into academic curricula in 

clinical psychology and special education. 

2. At the Clinical and Therapeutic Level: 

• Provide continuous professional development in applied behavior analysis, 

occupational therapy, and sensory integration. 

• Adapt diagnostic tools such as ADOS-2 and CARS-2 to align with Arabic 

linguistic and cultural contexts. 

• Ensure the presence of multidisciplinary clinical teams (psychiatrists, 

psychologists, speech therapists, educators) in specialized centers. 

• Expand early intervention programs for infants and toddlers, given their 

proven long-term benefits. 

3. At the Educational and Social Level: 

• Broaden inclusive education programs within mainstream schools and train 

teachers to implement individualized educational strategies. 

• Offer psychological and financial support for families, recognizing them as 

primary partners in intervention. 

• Promote community awareness campaigns to combat social stigma and 

foster acceptance of neurodiversity. 

• Strengthen collaboration between academic institutions, civil society, and the 

healthcare sector to establish a national integrated model of autism care. 
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