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A B S T R A C T

Co-existence of disorders – including attention-deficit/hyperactivity disorder, opposi-

tional defiant disorder, tic disorder, developmental coordination disorder, and autism

spectrum disorder – and sharing of symptoms across disorders (sometimes referred to as

comorbidity) is the rule rather than the exception in child psychiatry and developmental

medicine. The acronym ESSENCE refers to Early Symptomatic Syndromes Eliciting

Neurodevelopmental Clinical Examinations. It is a term I have coined to refer to the reality

of children (and their parents) presenting in clinical settings with impairing child

symptoms before age 3 (�5) years in the fields of (a) general development, (b)

communication and language, (c) social inter-relatedness, (d) motor coordination, (e)

attention, (f) activity, (g) behaviour, (h) mood, and/or (i) sleep. Children with major

difficulties in one or more (usually several) of these fields, will be referred to and seen by

health visitors, nurses, social workers, education specialists, pediatricians, GPs, speech and

language therapists, child neurologists, child psychiatrists, psychologists, neurophysiol-

ogists, dentists, clinical geneticists, occupational therapists and physiotherapists, but,

usually they will be seen only by one of these specialists, when they would have needed

the input of two or more of the experts referred to. Major problems in at least one ESSENCE

domain before age 5 years often signals major problems in the same or overlapping

domains years later. There is no time to wait; something needs to be done, and that

something is unlikely to be just in the area of speech and language, just in the area of

autism or just in special education.

� 2010 Elsevier Ltd. All rights reserved.
1. Introduction

While in the past, child psychiatry had little interest in operationalised diagnosis, recent trends have made categorical
diagnosis an integral part of everyday clinical and research practice (Sonuga-Barke, 2009). So focused are we now on the
dichotomous distinction between disorder and not disorder that clinics become more and more specialised and cater to the
needs of children with ‘‘autism only’’, ‘‘attention-deficit/hyperactivity disorder/ADHD only’’ or ‘‘Tourette syndrome only’’.
This has led to a situation in which the diffuseness of disorder has come to be underestimated.

At the same time, rather belatedly, there is a growing realisation that co-existence of disorders and sharing of symptoms
across disorders (so called comorbidity, a misnomer if ever there was one) is the rule rather than the exception (e.g. Kadesjö
& Gillberg, 2001). I pointed this out more than a quarter of a century ago (Gillberg, 1983), but, in clinical practice, this insight
has not led to new approaches to addressing the needs of children and families with ‘‘complex needs’’. Instead, diversification
has boomed.
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There are legislational, scientific, and clinical attempts to separate out children with autism spectrum disorders (ASD)
from those who do not have ASD, all aiming to provide better societal guidelines, more focused attempts at finding the
causes, and autism-specific services. Children with ADHD are targeted in similar ways, even though legislation has yet to
catch up with them. The same holds for children with language impairments (often erroneously referred to as ‘‘specific’’
language impairment (SLI); erroneous because the impairments are almost never specific), visual impairments and hearing
deficits (children who may, or may not, have additional impairments as regards general cognition, motor performance, ASD
or ADHD).

There is good evidence that ASD and ADHD can be separate and recognisable ‘‘disorders’’, but, equally, there is mounting
evidence that they often overlap, constitute amalgams of problems, and that in some families they separate together and
probably represent different aspects of the same underlying disorder (Reiersen, Constantino, Volk, & Todd, 2007).

With growing insight that early onset childhood problems, such as those reflected in children who are diagnosed in early
childhood as suffering from ASD or ADHD, have long-term, indeed probably often, lifetime consequences (Billstedt, Gillberg,
& Gillberg, 2005; Cederlund, Hagberg, & Gillberg, 2010; Rasmussen & Gillberg, 2000), the incentive to screen and diagnose
these conditions has become a main priority for clinicians and administrators hoping to alter the often negative course
inherent in cases who have had little or no intervention (or indeed an exclusionary attitude on the part of those
‘‘responsible’’) during the course of growing up. The question to be addressed is: would making discrete diagnosis (of, say,
ASD or ADHD) before age 5 years contribute to a better understanding, better intervention, and more positive outcome in
children who present with problems that potentially could be indices of these disorders.

2. What is ESSENCE?

The acronym ESSENCE refers to Early Symptomatic Syndromes Eliciting Neurodevelopmental Clinical Examinations. It is
a term I have coined to refer to the reality of children (and their parents) presenting in clinical settings with impairing child
symptoms before age 3 (�5) years in the fields of (a) general development, (b) communication and language, (c) social inter-
relatedness, (d) motor coordination, (e) attention, (f) activity, (g) behaviour, (h) mood, and/or (i) sleep. Children with major
difficulties in one or more (usually several) of these fields, will be referred to and seen by health visitors, nurses, social
workers, education specialists, pediatricians, GPs, speech and language therapists, child neurologists, child psychiatrists,
psychologists, neurophysiologists, dentists, clinical geneticists, occupational therapists and physiotherapists, but, in the vast
majority of cases they will be seen only by one of these specialists, when, in fact, they would have needed the input of two or
more (occasionally even all) of the experts referred to.

The syndromes encompassed under the ESSENCE umbrella acronym are listed in Table 1.
Most of these syndromes are conceptualised as more or less discrete disorders in the DSM-IV-TR, and in the ICD-10. Here,

they are listed, not because I believe they exist ‘‘in their own right’’ (even though occasionally they do show up as isolated
conditions in individuals), but because they currently drive development in the whole field of child health, and all of them
have links to one or more of the other conditions on the list.

2.1. An example from the field of SLI

In a recent population study, Miniscalco identified 25 children with ‘‘specific language impairment’’ (SLI) at age 2.5
years (Miniscalco, Nygren, Hagberg, Kadesjö, & Gillberg, 2006). They had been screened by child health nurses and had
both screened positive (on one or more of the items (i) fewer than twenty-five communicative words, (ii) comprehension
difficulties, (iii) articulation difficulties) and been deemed to have some degree of speech and language impairment after
formal testing made by a pediatric speech and language therapist (SLT). They were contrasted with 80 children from the
general population without SLI and followed as regards speech and language development for a period of 5 years (seen by
an SLT at ages 4, 6 and 7.5 years). When they were 7.5 years they were, in addition, examined by a neuropsychiatric team,
who remained blind to the original assessments. At this age, more than 70% of the children with SLT had ASD, ADHD,
Table 1

Syndromes encompassed under the ESSENCE acronym.

Syndrome Prevalence Key reference

ASD/PDD 1% Gillberg and Wing (1999)

ADHD 5% Swanson, Wigal, and Lakes (2009)

ODD 4% Pliszka (2000)

SLI 6% Miniscalco et al. (2006)

LD 1.5% Gillberg and Söderström (2003)

NVLD ? Rourke (1988)

Tic disorders/Tourette syndrome 1% Comings (1990)

Bipolar disorder ? Biederman et al. (2003)

Behavioural phenotype syndromes .7% O’Brien (2000)

Rare epilepsy syndromes .01% Aicardi, Bax, and Gillberg (2009)

Reactive attachment disorder ? Minnis et al. (2009)

Total taking overlap into account 7–10% Gillberg (1995)
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mental retardation, or borderline learning disability (or combinations of these). None of them had been suspected of
having any of these problems at the original diagnosis of SLI. By age 4 and 6 years, only a small fraction had been
recognised to suffer from ASD or ADHD, and an even smaller proportion had received appropriate interventions for such
problems.

What can we conclude on the basis of these and similar findings from previous studies? Children with SLI at 2.5 years are a
large group—several per cent are affected according to UK and Swedish studies (Law et al., 2006; Miniscalco, Westerlund, &
Lohmander, 2005). When a child is recognised as having SLI in a child health setting he/she is usually referred for a hearing
test and assessment and possibly speech and language therapy to a pediatric SLT. The results of the study referred to indicate
that this might not be appropriate. It would probably be reasonable to characterise the problem signalled by the SLI as
belonging to the ESSENCE group and refer the child for multidisciplinary evaluation by a community pediatrician, a
psychologist and an SLT.

2.2. An example from the field of ASD

Two decades ago, our group demonstrated that autism diagnoses made before age 3 years were relatively stable over
time, 75% still meeting criteria for ASD at follow-up years later (Gillberg et al., 1990). However, in 25% this was not the case,
but all the children in this latter group met criteria for another developmental disorder, such as non-autism learning
disability or ADHD. Other groups (e.g. Chawarska, Klin, Paul, Macari, & Volkmar, 2009) have found similar results. In a new
study of more than 300 preschool children with a clinical diagnosis of ASD, the vast majority met research DSM-IV criteria for
autistic disorder, Asperger’s disorder, or pervasive developmental disorder not otherwise specified at follow-up after 2 years.
However, about one in 10 was not diagnosed with ASD, but had other developmental disorder diagnoses, such as non-autism
learning disability or ADHD (Fernell et al., 2010). Rates of speech and language problems, ADHD, DCD, gastrointestinal
problems, epilepsy, and learning disability in the ASD group varied from about 10% to 60%, but this had not been revealed in
connection with the original clinical diagnosis of ASD. The findings provide good support for the notion that these were
children suffering from ESSENCE, and, depending on the inclination, interest, and training of the professional first seeing the
child because of ESSENCE problems, the child may first have been diagnosed with SLI, ADHD, learning disability or ASD, and
any number of the comorbid problems might have been missed.

2.3. The early symptoms of ESSENCE

The ‘‘typical’’ symptoms of ESSENCE are listed in Table 2. These symptoms should not be seen as ‘‘specific’’ for ESSENCE.
Rather, they should be considered markers for the (very likely) presence of a neurodevelopmental disorder that (very likely)
will continue to cause symptoms long after their clinical surfacing in the first few years of life.

3. Scope of the problem

The estimated prevalence rates of the syndromes subsumed under the ESSENCE acronym are listed in Table 1. Most of the
disorders listed have been epidemiologically surveyed during the early or middle school ages, and only a few have been the
subject of prevalence studies in the preschool years. Even though all of the syndromes are present (and usually symptomatic)
from the preschool years, many cases will not have come to the attention of clinicians before school age. Thus, the sum
prevalence of about 10% of the general population of children suffering from these syndromes, may not reflect how many
children come to clinical attention during the preschool period. On the basis of preschool studies of ASD, ODD and ADHD
(Fernell et al., 2010; Kadesjö, Hägglöf, Kadesjö, & Gillberg, 2003), a reasonable estimate would be that about 5–7% of children
under age 6 years would meet ‘‘criteria’’ for ESSENCE (i.e. have clinical symptoms of a syndrome and have presented at a
clinic with a view to diagnosis and intervention). Boys would be extremely overrepresented in this group, even though they
probably would not outnumber girls by more than 2–3:1 had parents, teachers and clinicians been more aware that girls
with ASD, ADHD, ODD, and SLI, while meeting full criteria for these disorders, might have a slightly/clearly different pattern
Table 2

Symptoms (causing major impairment) signalling ESSENCE in the first 4 years of life.

Symptom Reference

Motor abnormality Gillberg (1995)

General developmental delay Gillberg (1995)

Speech and language delay Law et al. (2006)

Social interaction/communication problems Wing (2005)

Behaviour problems Richman, Stevenson, and Graham (1975)

Hyperactivity/impulsivity Spencer, Biederman, and Mick (2007)

Hypoactivity Lundervold, Posserud, Sørensen, Ullebø, and Gillberg (submitted for publication)

Inattention/does not listen Bishop et al. (1999)

Sleep problems Stores (2006)

Feeding difficulties McDougall, Drewett, Hungin, and Wright (2009)
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of comorbidity (Kopp, Berg Kelly, & Gillberg, 2009; Mahone & Wodka, 2008; Pinkhardt et al., 2009). Girls, as a group, tend to
be less violent, less motorically active, more socially adept, and better at using language skills for communication. All of these
factors contribute to masking the early symptomatic presentation of disorders such as ASD, and ADHD. With better
awareness about the presence of such disorders in preschool girls, more and more female cases are likely to come to
attention over the next several years.

4. ASD

ASD is no longer considered a rare condition (Baird et al., 2006), rather, its prevalence during the school years is believed
to be slightly higher than 1% of the general population of children. Boys are clearly much more often affected than girls, at
least if we are referring to the clinically impairing variant of the autism phenotype. Skuse (2009) has argued that the autism
phenotype might be equally common in males and females, and that other factors are responsible for the large discrepancy in
male:female ratios seen in clinical and epidemiological populations. However, others (including Baron-Cohen, 2005) have
proposed that the autistic phenotype is an expression of the ‘‘extreme male brain’’, which would make the male
preponderance in ASD a very real thing and not due to gender roles, comorbidity or other factors making boys more likely to
be diagnosed with the condition.

ASD is a group of multifactorially determined conditions, and there are almost as many different causes as there are cases
(Gillberg & Coleman, 2000). The prefrontal, temporal, brainstem and cerebellar regions of the central nervous system are
usually affected. These areas constitute a functional network, ‘‘the default network’’, which appears to be critically
differently functioning in ASD (Buckner & Vincent, 2007; Iacoboni, 2006; Monk et al., 2009). ASD with some degree of
cognitive impairment is probably associated with life-long disability in the vast majority of cases (e.g. Billstedt et al., 2005),
but it is unclear to what extent higher functioning individuals with ASD (including the group with Asperger syndrome)
continue to show pervasive impairments in adult life (e.g. Cederlund et al., 2010), even though there are indications that
persistence of some problems throughout life are more common than not. There is now good evidence that early intensive
training programmes have lasting beneficial effects on a number of aspects of the disorder.

ASD is almost never an isolated phenomenon. Co-existing problems and disorders are the rule. These include learning
disability (including non-verbal learning disability), epilepsy, motor control problems, ADHD, depression, and anxiety,
gastrointestinal problems, and sleep disorders. These problems and disorders are sometimes the reason for referral to a
specialist for evaluation. For instance, it is not uncommon for an extremely hyperactive child to be referred for evaluation of
ADHD, but the full appraisal, once considered, will reveal that the child’s main diagnosis is ASD, and it may, or may not, be
motivated to diagnose co-existing ADHD.

5. ADHD (and oppositional-defiant disorder)

ADHD (with or without ODD) is a very common condition, affecting at least 5% of school age children (Faraone, Sergeant,
Gillberg, & Biederman, 2003). In about 60% of the cases it is associated with ODD, which is usually symptomatic already
around 3 years of age (Kadesjö et al., 2003). Again, boys are affected much more often than girls, and, particularly in the
preschool period it is unusual for a girl to be recognised as having the condition (unless it is in the context of having another
diagnosis, such as ASD or learning disability). It appears that at least half of individuals diagnosed in childhood with ADHD
continue to have impairing ADHD in adult life, and that the majority have some remaining problems, even if they do not
meet full criteria for ‘‘clinical’’ ADHD (Dopheide & Pliszka, 2009; Rasmussen & Gillberg, 2000). There is evidence that
several aspects of the disorder can be positively affected by short- and long-term interventions combining a
psychoeducational and pharmacological approach (Ghuman, Arnold, & Anthony, 2008; Vaughan, Fegert, & Kratochvil,
2009). There are indications, that at least when it comes to certain associated conditions (such as ASD), ‘‘comorbidity’’
needs to influence intervention choice in important ways in order to achieve the best possible outcome (Ollendick, Jarrett,
Grills-Taquechel, Hovey, & Wolff, 2008). Preschool ODD, perhaps the most common of all the associated problems in the
field of ADHD, indicates a much increased risk that the child may go on to develop conduct disorder, which, in turn, is a
strong predictor of later antisocial personality disorder. Recognising and intervening for ODD in ADHD would probably
ameliorate prognosis in a number of cases. Similarly, recognising and intervening for DCD in ADHD, has the potential of
improving outcome even further. DCD in ADHD is also a strong predictor/marker for associated ASD (Kadesjö & Gillberg,
1999).

ADHD is largely genetic (Curatolo, Paloscia, D’Agati, Moavero, & Pasini, 2009), but a very similar phenotype can develop
after various types of brain damage/environmentally caused brain dysfunction (Strang-Karlsson et al., 2008). The brain
develops differently in children with ADHD than in typically developing children, with loss of the prefrontal component of
normal asymmetrical brain development (Shaw et al., 2009). There is also growing evidence that the brain’s dopamine-
dependent reward system is dysfunctional in ADHD (Volkow et al., 2009). Interestingly, there is now good evidence that ASD
and ADHD are clearly related in some families, and that CNS connectivity genes involved in ASD may also be relevant for the
development of ADHD symptoms (Kopp et al., 2009; Mulligan et al., 2009; Sharp, McQuillin, & Gurling, 2009).

ADHD, like ASD, is usually not a discrete disorder. Instead, even in the community, not just in clinics dealing with severely
impaired individuals, ‘‘co-morbidity’’ is the rule (Kadesjö & Gillberg, 2001). ODD, DCD, depression, anxiety, ASD, substance
use disorder, and conduct disorder are all relatively or very common co-existing disorders.
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6. Learning disability, non-verbal learning disability, and dyslexia

Learning problems, including learning disability, borderline intellectual functioning, non-verbal learning disability, and
precursors of dyslexia (including phonological awareness problems) are common in the preschool period, and affect several
per cent of both boys and girls. More often than not, such learning problems co-exist with other neurodevelopmental/
neuropsychiatric disorders, such as ADHD, ASD and ODD. There is currently a clinical diagnostic substitution trend, at least in
the UK, Scandinavia, and the US (Bishop, Whitehouse, Watt, & Line, 2008; Coo et al., 2008; Fernell et al., 2010; Howlin, 2008),
leading to fewer children being diagnosed with learning disability and more being labelled as suffering from ASD. The
problem with this trend is that the very real learning problems suffered by many individuals with ASD and ADHD may go
undiagnosed for long periods of time. In the past, the opposite was often true. Non-verbal learning disability is common in
Asperger syndrome (Cederlund & Gillberg, 2004; Klin, Volkmar, Sparrow, Cicchetti, & Rourke, 1995), but often not
recognised, much less diagnosed. This is unhelpful for those who are clearly impaired by ‘‘both conditions’’. Many individuals
with Asperger syndrome – and their parents and teachers – benefit greatly from a better understanding of the particular
neuropsychological profile (with its characteristic peaks and troughs) associated with non-verbal learning disability. The
reverse is also true, and Asperger syndrome is often missed by neuropsychologists who specialise in non-verbal learning
disability. Phonological awareness problems, a common precursor of dyslexia, are frequent in ADHD (with or without
associated autistic symptoms), but are often missed, once the ‘‘overshadowing’’ diagnosis of ADHD/ASD has been established
(Asberg, Kopp, Berg-Kelly, & Gillberg, 2009). Many of these clinical problems, stemming from the overfocus on one or other of
all the preschool neurodevelopmental disorders, could be avoided if clinicians were more aware of the implications of
ESSENCE, and had several different diagnoses (and associated/comorbid diagnoses) in mind whenever examining a child
presenting with impairing symptoms of ESSENCE.

7. Developmental coordination disorder

DCD has recently become the subject of more intense systematic study, after having been virtually neglected as an
important clinical problem and focus of research. It is quite common, affecting about 5% of all school age children (Gillberg &
Kadesjö, 2003), the majority of whom should be recognisable before age 5 years. However, currently, it is rare for a child to be
given this diagnosis before school age. There is now a need for all child psychiatrists to be trained in the field of motor
coordination assessment, and for pediatricians and other ‘‘non-psychiatry’’ physicians to keep abreast of developments in
the field of ASD and ADHD, the two psychiatric disorders that appear to be most commonly associated with DCD. A Swedish
population-study has suggested that there might be a specific connection between ADHD and ASD, and that it is mediated by
DCD (Kadesjö & Gillberg, 1999): children with ADHD who also have DCD (about half the group of all with ADHD) have a very
high risk of having impairing autistic symptomatology, whereas those without DCD have a low risk, and a much higher risk
for ODD and conduct problems.

8. Tics and Tourette syndrome

Tics are extremely common in middle childhood and probably affect at least 15% of all children at some time. Severe,
chronic motor and vocal tics (the combination that is referred to as Tourette syndrome) are much less common, probably
affecting about 1% of all school age children (Kadesjö & Gillberg, 2000). Tics fluctuate in intensity and over time, which means
that even some severely affected individuals may not actually show any tics during consultation. Tics are rarely diagnosed in
the preschool years, but various forerunners of Tourettés disorder (such as impulsivity and a variety of obsessive compulsive
phenomena) are usually present long before the typical, sometimes striking, even dramatic, tics occur or surface at early
school age. Tourettés disorder is considered to be a strongly genetic disorder (but more heterogeneous than previously
believed) (Keen-Kim & Freimer, 2006; State, Pauls, & Leckman, 2001).

One of the clinically most important aspects of Tourette syndrome (and other severe motor or vocal tic disorders) is its
strong association with ADHD and OCD (Debes, Hjalgrim, & Skov, 2009). Almost all severely handicapped children with
Tourette syndrome are affected by either ADHD or OCD or both, and are usually more impaired by these ‘‘comorbid’’
conditions than by the tic disorder itself. These associated problems, particularly ADHD (and perhaps particularly extremes
of impulsive-hyperactive behaviours), are often apparent already during the preschool years, and they, rather than the tics,
are what will lead to referral for clinical neurodevelopmental/neuropsychiatric examination.

9. Bipolar disorder

Pediatric bipolar disorder is still a somewhat controversial diagnosis (Biederman et al., 2003). However, it is becoming
increasingly recognised that bipolar disorder can present with symptoms already in the preschool years. Children with
‘‘ADHD’’ and/or depression who have a family history of bipolar disorder may actually be presenting with prodromal signs
and symptoms of a bipolar disorder (Chang, 2008). Extremes of irritability, mood swings, and even classic manic symptoms
may onset in the first several years of life and signal the possibility of an underlying bipolar disorder. ADHD and ASD can both
occur in conjunction with bipolar disorder (and can probably overshadow the affective disorder). Longitudinal systematic
study of large groups of children with ESSENCE will help clarify the prevalence and importance of pediatric bipolar disorder.
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10. Behavioural phenotype syndromes

As many as 0.7–0.8% of all preschool children may be affected by one (or more) of the ‘‘rare disorders’’, also referred to as
behavioural phenotype syndromes (Gillberg, 2009, chap. 23–25). Examples of such disorders are the fragile X syndrome,
22q11deletion syndrome, tuberous sclerosis and Smith-Lemli-Opitz syndrome. Each of these disorders is really ‘‘rare’’
(occurring, usually in fewer than 1 in 2000 children), but given that there are hundreds of them, taken as a group they are
actually quite common. The majority of these syndromes have a large subgroup – usually the majority – with some degree of
cognitive impairment, although it is important to point out that there are quite a number of affected individuals who do not
have learning disability, and some have high IQ (e.g. most individuals with Marfan syndrome and about half the group with
22q11deletion syndrome). Large subgroups of individuals within each category of the rare disorders in addition have ASD or
ADHD or both, and other individuals may have other neuropsychiatric/neurodevelopmental problems that are symptomatic
from a very young age (Hagerman et al., 2009; Niklasson, Rasmussen, Óskardòttir, & Gillberg, 2009; Sikora, Pettit-Kekel,
Penfield, Merkens, & Steiner, 2006). Indeed it is very common for such problems to be the original reason for referral. In our
centre we see quite a number of cases each year, in which the behavioural phenotype syndrome (and the genetic
abnormality usually underlying it) has been missed.

11. Rare epilepsy syndromes

Landau-Kleffner syndrome or ‘‘verbal auditory agnosia with seizures’’ is a relatively rare syndrome which often presents
in the preschool years and which is sometimes ‘‘misdiagnosed’’ as ASD, ADHD or both. Children with Landau Kleffner
syndrome very often meet criteria for one or both of these types of conditions, but it is essential that the underlying epileptic
syndrome not remain undiagnosed. Pulsed steroids, and, in certain cases, surgical treatments may be indicated (Cross &
Neville, 2009). The overlap with the syndrome referred to as Continuous Spike Wave activity during Slow-wave sleep (CSWS)
is considerable, and it is probably more a matter of the child’s age than of any intrinsic difference between Landau-Kleffner
syndrome (preschool children) and CSWS (older children) which of the named conditions gets a label in the individual case.

Infantile spasms (Saemundsen, Ludvigsson, & Rafnsson, 2008) and Dravet syndrome with SCN1A mutations
(Arzimanoglou, 2009) carry high risks of intellectual disability, ASD and ADHD. It is important that such additional
diagnoses are not overlooked in the follow-up of preschool children with these rare epilepsy syndromes, given that clinical
experience suggest beneficial effects of ASD and ADHD interventions even in the presence of the severe underlying seizure
disorder. Other rare epilepsy syndromes with onset in the preschool period is usually of such devastating character that
making additional diagnoses of neuropsychiatric disorders such as ASD and ADHD is often not discussed, nor indeed
relevant. However, just occasionally, epilepsies of the Lennox-Gastaut type (and other, even rarer conditions) can be
sufficiently well controlled and ASD or ADHD type problems so pronounced that the issue of ESSENCE might be raised. In
such instances it would not be appropriate to conclude that given the nature and severity of the epilepsy syndrome an
additional diagnosis of ASD, ADHD, or another ESSENCE behaviour disorder would makes little difference. There is sufficient
anecdotal support for the notion that even in cases considered ‘‘hopeless’’, interventions targeting ASD and/or ADHD may
drastically improve quality of life for affected families.

12. Reactive attachment disorder

There is emerging evidence that reactive attachment disorder as defined under the DSM-IV-TR exists as a relatively
distinct problem (Minnis et al., 2009). It can be recognised in the preschool years (Zeanah, Keyes, & Settles, 2003), and
separated from – although symptomatically overlapping with – ADHD during the early school years (Minnis & Follan, in
press). It also is associated with severe pragmatic language problems that are not explained by the occasional co-occurrence
with ASD (Sadiq et al., submitted for publication). It is of considerable interest that a large subgroup of children meeting
symptomatic criteria for reactive attachment disorder have not been severely abused or deprived in early childhood (Minnis,
Marwick, Arthur, & McLaughlin, 2006). A brief screen for the disorder is available for school age children (Minnis et al., 2007),
but there is a need for development of more refined screening and diagnostic tools for preschoolers. The disorder should be
considered in all children who have suffered severe maltreatment or deprivation in the early years, and, perhaps also in all
children with any kind of impairing ESSENCE symptom who show the possibly discriminating feature of cuddliness with
strangers (Minnis & Follan, in press).

13. Overlap, co-existence and ‘‘comorbidity’’

The word comorbidity is inadequate when it comes to describing and delineating the reality and meaning of the co-
occurrence of phenomena, problems, symptoms, syndromes and disorders and diseases in the clinical and research field of
ESSENCE. Most clinicians and researchers attach different meanings to the word comorbidity (Caron & Rutter, 1991). Using
the word in a literal sense, one would assume that a person diagnosed with ‘‘comorbid’’ ASD and ADHD would have
two different morbid (‘‘disease’’) conditions. These morbid conditions could have different etiologies, the same etiology, or
have no known etiology (‘‘idiopathic’’). In actual fact, when we talk about comorbidity, what we are usually referring to is
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‘‘co-existence’’, ‘‘association’’, ‘‘overlap’’, ‘‘additional problems’’ or suchlike. When the word comorbidity has been used here
(usually within quotes), it has been ‘‘in that sense’’.

The syndromes subsumed under the ESSENCE label constitute collections of symptoms – sometimes, but certainly not
always, operationalised under rigidly structured algorithms – that, at the current state of our knowledge, appear to delineate
clinically meaningful conditions. However, as our knowledge base increases, so the algorithm barriers for making the specific
diagnoses will need to be reviewed, and, quite often, changed. This has happened over the past 30 years in ASD and ADHD.
The DSM-V is going to introduce another, probably major, change in how these categories are conceptualised,
operationalised, algorithmised, and diagnosed. There is growing realisation that (a) most so called syndromes, including
ASD, are, at least to some extent, partly arbitrary end- or cut-off-points on normal distribution curves, and depending on
where you draw the line you may be referring to autistic disorder or Asperger syndrome; (b) most syndromes comprise a
mixture of symptom collections from end- or cut-off points of different normal distribution curves, so that, at intersections,
some individuals affected will meet criteria for ASD, others for ASD with ADHD, and others still for ADHD ‘‘only’’; (c) most
syndromes can be ‘‘mimicked by’’ (or may have actually be modelled around) more circumscribed brain disorders (genetic or
environmental) or diffuse or unspecific/specific brain injury/dysfunction (temporary or chronic) caused by a variety of
factors including the effects of myelin disorder after extreme prematurity, periventricular bleeding after perinatal asphyxia,
thalidomide – or extremes of alcohol – exposure in fetal life, and exposure to products included in diets currently considered
to be ‘‘normal’’, or, at least, not harmful. Against this background, it should come as no surprise that the introduction of the
term ESSENCE, as suggested by the definition of the acronym, is nothing but an attempt to acknowledge this state of affairs,
and the fact that there is a need to implement this approach to thinking about the problems in the whole wide field of child
health and development services.

14. The implications of ESSENCE

What then are the implications of introducing a term such as ESSENCE? Let me list them, in no specific order, but with the
most important conclusion summarised at the end:
(1) E
Pl
N
j.r
SSENCE is a new acronym but not a new way of thinking about early onset childhood problems that continue to affect
children’s development long after the preschool period;
(2) E
SSENCE is introduced so as to detract from the current trend towards compartmentalising syndromes in child and
adolescent psychiatry and developmental medicine to the extent that ‘‘things’’ such as ASD and ADHD are considered
‘‘boxes’’ that are exclusive and separable from each other;
(3) E
SSENCE is a term that draws attention to the fact that there is no easy way out in terms of diagnosis in preschool children
who present with ESSENCE symptoms. All children presenting with an ESSENCE problem need to be considered from the
point of view of multiproblem and multidisciplinary assessment;
(4) C
hildren with ESSENCE need to get a holistic approach – on first presenting to services – to diagnosis and intervention. If
the child suffers from ASD, it is likely that he/she also suffers from LD, ADHD, etc., and if the child suffers from ADHD, it is
likely that he/she also suffers from ODD and DCD. The approach to diagnosis is likely to be unhelpful if it is exclusively
directed to the diagnosis of one of these ‘‘disorders’’;
(5) T
he overlap of problems encountered in the field of ESSENCE indicates that we are not dealing with discrete disorders or
syndromes, but with brain dysfunctions/neurodevelopmental problems that reflect circuitry breakdown, network
dysfunctions and decreased/aberrant/increased connectivity, or, indeed, in quite a number of cases, ‘‘normal’’ brain
function variants, and, that, therefore, it would be inappropriate to diagnose one problem and not consider the
implication of the other(s). Currently, there is a trend towards compartmentalisation, services and clinics being
developed specifically for ASD or ADHD or Tourette syndrome. This does not appear to be a helpful approach. In the
future, as we learn more about the extent of normality, and as we teach a growing generation of children that we are all
different, there may not be a need for lumping diagnoses (such as ESSENCE), but for specific diagnosis of genetic and
environmental contributors to the problems encountered in each individual case;
(6) T
aken together, all of the above would appear to combine to suggest the obvious solution. There is a need for Child
ESSENCE Centres (rather than Community Pediatrics, GP centres, CAMHS, SLT-services, Special Education Units, Child
Neurology, ASD, ADHD, Tourette or Affective disorder centres) to be organised for all preschool children, catering to the
diagnostic, intervention planning, and follow-up requirements that are clearly warranted for all preschool children
presenting with a major ESSENCE symptom. There is abundant evidence that major problems in at least one ESSENCE
domain before age 5 years signals major problems in the same or overlapping domains several years later. There is no
time to ‘‘sit down and wait’’; something needs to be done, and that something is unlikely to be ‘‘just’’ in the area of speech
and language. ‘‘just’’ in the areas of ASD or ADHD or ‘‘just’’ in special education.
14.1. Lumping, splitting, splitting, lumping, or both?

Progress in medical research usually leads to refinement of diagnostic criteria and increasingly sophisticated methods of
subgrouping according to etiology, with important consequences for intervention. Superficially, this much-accepted view of
cutting-edge medicine could be seen as support for a ‘‘splitter’’ approach to medical progress. The introduction of the
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ESSENCE label could, by some, be taken to mean a step backwards in development in child psychiatry, given its implicit
support for a ‘‘lumper’’ view. However, lumping of ESSENCE is only meaningful and, I would suggest, very helpful, if clinicians
and researchers start by approaching the area of early child developmental problems by accepting that splitting in a state-of-
the-art way (making refined and individualised diagnosis and intervention plans) will only be possible if there is anything to
start splitting from (i.e. from a ‘‘lumped’’ group of cases). Also, if splitting occurs already in the mind of the original beholder/
referrer (i.e. delayed language is seen as the ‘‘property’’ of the SLT, social interaction problems is seen as the ‘‘property’’ of the
‘‘autism centre’’, and delayed overall development with behaviour problem is seen as the ‘‘business of the learning disability
psychiatrist’’) this would lead to inadvertent delay in recognising that the child with ESSENCE very likely will have more than
one problem (i.e. ASD with ADHD, ASD with ADHD and epilepsy, ADHD with DCD and reactive attachment disorder, etc.). In
summary, the introduction of the ESSENCE-mode of thinking about problems to do with deviations from normal child
development, should not be taken as support for lumping rather than splitting, but for the order in which those two aspects
of diagnosis is approached.
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Strang-Karlsson, S., Räikkönen, K., Pesonen, A. K., Kajantie, E., Paavonen, E. J., Lahti, J., Hovi, P., Heinonen, K., Järvenpää, A. L., Eriksson, J. G., & Andersson, S. (2008).
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