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‘The children now love luxury; they have bad manners, contempt for authority; they
show disrespect for elders and love chatter in place of exercise. Children are now
tyrants, not the servants of their households. They no longer rise when elders enter
the room. They contradict their parents, chatter before company, gobble up dainties
at the table, cross their legs, and tyrannize their teachers. You would agree with me?
Yes.’

(Attributed to Socrates, probably from Plato’s Republic, book 4)

This famous (possibly apocryphal) quotation tells us how adults
have always found it difficult to understand the young, even
though they have themselves not long since been members of
the breed. Adolescence is a turbulent period of flux with a
complex interplay between biological, psychological and social
changes as young people navigate their way to adulthood, embark
on career pathways, assume adult roles and responsibilities and
develop sexual relationships. Parent–child conflict can develop
and intensify as adolescents struggle for independence while still
requiring support. In this supplement we learn of the paradox that
although adolescence and early adulthood are a period of
maximum physical health,1 it is a period with a steep rise in
mental health problems.2 Prospective studies suggest that more
than half of young people by the age of 21 years will have
experienced one or more psychiatric disorders,3,4 with many
starting in childhood. Although society is concerned with the
healthcare needs of an ageing population, we also have
overwhelming evidence that the foundation of lifelong mental
health begins in childhood, particularly in adolescence – a time
when emerging mental health problems are underrecognised and
certainly undertreated.1 Recent large epidemiological studies have
demonstrated that over three-quarters of serious mental health
problems begin before the age of 25 years, with those that start
later being delayed presentations or secondary conditions.2,5

In this supplement Lin et al and McGorry argue that many
of these adolescent disorders are rather undifferentiated, poly-
symptomatic presentations that are capable of progressing to more
traditional differentiated types with the passage of time and
ongoing biosocial process;1,6 they call it the ‘staging’ model, taken
from staging familiar in oncology. Lin et al outline the concept

and the supporting evidence,6 and argue that this provides a
framework for the study of developmental psychopathology and
– crucially – for prevention and public health, currently high on
the UK policy agenda.7

Current evidence strongly suggests that mental health problems
presenting in adolescence increase the risk of disorder occurring in
adulthood,2 hence providing a conceptual basis for early inter-
vention, including a focus on high-risk groups. Stallard & Buck
and Chanen & McCutcheon present two examples: Stallard &
Buck describe a successful pilot investigation to prevent depression
in adolescents through a school-based intervention focusing on
those at risk,8 and Chanen & McCutcheon report on an early
intervention approach for emerging borderline personality
disorder in adolescents.9 This work builds on existing work
developing early intervention in relation to eating disorders and
the psychoses.1

Matching service to need

How best should we provide mental health support to our young
people? For many years the international care model has
distinguished the child and adolescent mental health service
(CAMHS) pathway for those aged up to 18 years (or 16 years in
some settings) from adult mental health services (AMHS). The
developmental dimension described above broadly supports such
a distinction, particularly if opportunities for prevention are
realised. Singh et al, however, reported that the transition from
CAMHS to AMHS is problematic for many adolescents, with a
large proportion dropping through a care gap between the two
services and losing much-needed continuity of care.10 Adolescents
with a serious mental illness such as psychosis or bipolar affective
disorder under CAMHS care do get referred to adult care,
especially if in receipt of medication or admitted to hospital.
However, young people with conditions such as attention-deficit
hyperactivity disorder (ADHD), autism spectrum disorders, mild
intellectual disability, emotional and neurotic disorders and
emerging personality disorder are either not referred to adult care
or if referred are not accepted. Those who do make the journey
across services feel unprepared for the transition and the abrupt
cultural shift from a child-centred developmental approach to
the adult care model. It is perhaps for this reason that many
disengage from adult services. For the majority, transition is
poorly planned, poorly executed and poorly experienced. Singh
et al reported that many felt overburdened and others felt
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matching the service to the need
Max Birchwood and Swaran P. Singh

Summary
It is now known that the onset of severe and recurring
mental health problems begins for the most part before the
age of 25: this provides a clear focus for preventive
strategies and public mental health that are a feature of
many health policy frameworks. The present distinction
between child and adolescent mental health services and
adult services at 16 or 18 does not fit easily with these data
and the now well-documented problems of transition suggest
that a fundamental review of services for young people is

overdue. This supplement provides an overview of the
epidemiological, conceptual and service structures for young
people with emergent and existing mental health problems,
and asks the question, ‘How should we design services
for young people to promote prevention and service
engagement, and to improve outcomes?’
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abandoned by services.10,11 Clearly this lamentable state of affairs
needs to be corrected.

The question then arises whether the problems with the
CAMHS–AMHS distinction at age 16 or 18 years can be remedied,
or whether we should consider it as fundamentally flawed and a
structural impediment to care and treatment. Jones describes a
steep rise in age incidence at this time,2 and McGorry et al argue
therefore that ‘the current system is weakest where it needs to be
strongest’.1 McGorry et al challenge us to consider whether, if we
were to design services now, we would propose the present
structure or argue instead that a care pathway from age 12 years
to 25 years best fits epidemiological data and clinical need.12

According to McGorry et al this would fit with international
definitions of youth, and incidentally in the UK would align with
local authority definitions.12

Lamb & Murphy present a considered analysis of the current
position and options from a CAMHS perspective.13 They argue
that separate commissioning frameworks for CAMHS and AMHS
potentiate discontinuities and are inimical to good care and
effective use of resources. They raise critical questions about the
future structure of services for young people and consider a
number of potential options for service redesign. McGorry et al
describe alternative service models from the different settings of
Australia, Ireland and England.12 Neither the status quo nor these
alternative models have clear evidence of efficacy; McGorry et al
argue that the issue here is to agree on the criteria that need to
be followed in designing such services, for example that they are
aligned to evidence on epidemiology and age at onset and meet
opportunities for prevention.12 These two papers, by Lamb &
Murphy and McGorry et al, together lay out the critical issues
in reforming mental health services for our young people.12,13

Concluding remarks

In the UK a zeitgeist has emerged in government policy encouraging
more systematic attention to public mental health and prevention,7

one that the Royal College of Psychiatrists has strongly endorsed.14

A consistent theme of the papers in this supplement is that we can
realise this aspiration by a fundamental review and reform of
mental health services for young people so as to give them (and
us) the best opportunity to prevent lifelong recurrence. We hope
that this supplement will trigger a much-needed debate about
the future of services for our young people so that, unlike
Socrates, we will no longer look upon them as a lost cause.
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In a report drawing on three different forms of economic analysis,
the World Economic Forum recently identified mental ill health as
being at least equal to cardiovascular disease as the principal threat
to gross domestic product (GDP) over the next two decades.1 The
Lancet’s campaign for global mental health and the international
Grand Challenges in Mental Health initiative on research
priorities also underline the growing recognition that mental ill
health is the awakening giant of health and social reform.2,3

Although the costs of mental ill health are otherwise set to double
over the next 20 years, billions could be saved through a greater
emphasis on prevention and early intervention. The key reason
that mental ill health is as potently corrosive of economic growth
as it is of human happiness and potential is that ‘mental disorders
are the chronic diseases of the young’.4 The distribution of such
disorders within the life cycle is the mirror image of physical
illness. Seventy-five per cent of mental disorders emerge before
the age of 25 years, about a quarter before the age of 12 years
and the rest in a steady surge of premature mortality, morbidity
and comorbidity through the emerging adult years.5 There is
evidence that the mental health of young people is worsening,
prompting the evocative assertion that young people are the
‘miners’ canaries’ of society.6 The rates of diagnosable mental
disorders during the period of transition between childhood and
adulthood can reach as high as 50%, with multiple or recurrent
disorders present in more than half of cases. Neither is this to
be dismissed as teenage angst or growing pains, since there are real
and lasting consequences for earning potential and educational
and social outcomes at age 30 years.7 There have been major
changes in the developmental experience of the transition to
adulthood in recent decades, which have some positive aspects
but may also carry a hidden yet increasing cost.8,9 In summary,
because mental disorders have their origins early in life, surge
disproportionately during the stage of transition from childhood
to adulthood and cast a long shadow through the decades of
peak social and economic productivity,10 they now represent the
most urgent threat and potentially the greatest opportunity for

prevention and control among the non-communicable diseases,
a landscape otherwise arguably characterised by diminishing
returns in the developed world at least.

Prevention is always better than cure, but for many reasons it
remains aspirational in mental health. The feasibility of universal
prevention with whole populations has been seriously questioned
on the basis of power and the low malleability of risk factors.11

Poverty, social and economic inequality and trauma, abuse and
neglect make smoking and diet seem simple targets. Yet it may
not be mission impossible. The natural experiment reported in
the Great Smoky Mountains study, for example, showed that
income supplementation for American Indian families reduced
the prevalence of psychiatric disorders across adolescence.12

Selective prevention whereby risk factors are targeted within
high-risk subgroups is perhaps more within reach and is more
researchable. One example is interventions triggered by screening
for postnatal depression. When we move on to the firmer ground
of indicated prevention, the spectrum begins conceptually and
practically to merge with early intervention and treatment. The
definition of indicated prevention allows subthreshold clinical
features to be viewed as risk factors for fully fledged disorder.
The identification of clinically significant (and functionally
impairing) yet subthreshold disorder represents the frontier of
research and service reform in mental healthcare and has
challenged psychiatry to face the controversies and measure up
to the standards of the rest of healthcare. But is it really
‘prevention’? To label it so has misled some into believing that
those involved are asymptomatic and currently ‘not ill’. However,
in psychiatry, a person’s need for care demonstrably precedes
the threshold for meeting full criteria for diagnosis, at least in
terms of our current categorical diagnostic systems. Despite
warnings about the medicalisation of human distress by critics
appropriately concerned that diagnosis in some health systems
(especially in the USA) means prescription of medication, there
is a much greater risk of denying effective help and support to
large numbers of people, many of whose lives will be at risk as a
result of significant and sustained morbidity. Many more will lead
thwarted lives, with poor mental health contributing to the
erosion of their life chances. Indicated prevention, closely followed
by early detection of full-threshold disorder, is theoretically the
next best option after universal and selective prevention, and is

s3

Prevention, innovation and implementation
science in mental health: the next wave
of reform
Patrick McGorry

Summary
Although the corrosive effect of mental ill health on human
health and happiness has long been recognised, it is only
relatively recently that mental illness has been acknowledged
as one of the major threats to economic productivity
worldwide. This is because the major mental disorders
most commonly have their onset during adolescence and
early adulthood, and therefore have a disproportionate
impact on the most productive decades of life. With
the costs associated with mental ill health estimated
to double over the next two decades, a greater emphasis

on prevention and early intervention has become even
more imperative. Although prevention largely remains
aspirational for many reasons, early intervention is well
within our current reach and offers the potential to
significantly reduce the impact of mental ill health on
our health, happiness and prosperity in the immediate
future.
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practically much more achievable, with Cuijpers suggesting ways it
can be sharpened and enhanced.11 We have since developed a
heuristic diagnostic framework, the clinical staging model, to
guide further research and reform along this frontier and either
side of it.13,14 This model is attracting increasing support,15

although it must transcend the current diagnostic silos in terms
of treatment and biomarker research.

Innovation is a vital ingredient and a pressing need if we are to
shift the focus from the palliative legacy of traditional mental
healthcare to a proactive effort to limit the corrosive havoc that
mental disorders can wreak on the lives of those on the threshold
of productive life and beyond. We have only partially relinquished
the deterministic concepts of 19th-century psychiatry which
continue to influence the energy as well as the topography of
mental healthcare. Innovation is like an orchid, exquisitely
sensitive to context and environment,16 and we need to under-
stand the innovation cycle as it applies in other fields. Innovation
involves new thinking, new models, new treatments – all of which
we desperately need. Innovators and early adopters need to be
nurtured as we seek progress in mental healthcare.

Even if there were to be no new treatment advance in the next
20 years, we could still substantially reduce what Andrews17

describes as the ‘avertable burden of disease’ by increasing the
scale and coverage of mental healthcare and re-engineering the
timing and culture of the provision of services. The related
concepts of implementation science and ‘scaling up’ of
innovations,18 especially of service models, are particularly
relevant to this supplement. Evidence-based medicine (and its
forerunner the Cochrane Collaboration) has been a valuable
safeguard against ‘great and desperate cures’,19 particularly in
psychiatry; however, it can also be misused to obstruct the
diffusion of genuine advances. As I have argued elsewhere,
Cochrane loses relevance when it is applied beyond the level of
individual treatment to cover health services research.20

Evidence-based healthcare, a cousin of evidence-based medicine,
simply cannot be a prisoner of Cochrane. The orchid of
innovation needs a range of nutrients to grow, and although
evidence is certainly one of these, a genuine need for change,
champions, context and new resources are others. Many flowers
will germinate and flourish in a particular setting, yet few will
disseminate to other fields in a systematic or franchised manner.
The scaling-up literature,21,22 again a body of knowledge that cuts
across many fields of endeavour, bears witness to the key elements
that are required for success.

This supplement makes the case for a transformational reform
of mental healthcare based on the principles of early intervention,
and a priority focus on the developmental period of greatest need
and capacity to benefit from investment: the period of emerging
adulthood. This by no means argues against investments earlier
or later in life, which are also essential. Heartened by the highly
successful evidence-informed scaling up of early intervention in
psychosis across many hundreds of locations and numerous
national health systems since the mid-1990s, and the newly
emergent youth mental health models of the past 5 years, a
number of leaders, policy makers and service developers are
working to create an international momentum to address the
mental health needs of young people and their families. There
are already rapidly emerging examples of these modern stigma-
free cultures of care designed and operated with young people
themselves, and these are described in this supplement.23 The
arguments for this type of transformational reform are resonating
strongly with the community and with policy makers while
attracting predictable resistance from middle management and
conservative elements within professional groups. These examples
of 21st-century clinical infrastructure will also facilitate some of

the population-based and universal programmes that may link
with mental health awareness and promotion activities and with
new internet-based technologies. If these new mind-sets and
reforms spread widely we might be able to reduce the impact of
mental ill health on our health, happiness and prosperity over
the next two decades.

Patrick McGorry, MD, PhD, FRCP, FRANZCP, Orygen Youth Health Research Centre,
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Adult mental health disorders begin by adolescence. This seems a
simple enough statement that suggests we cannot understand
mental illness affecting adults unless we appreciate what goes on
during the preceding period of life. If true, childhood and
adolescence, divided by the biological gateway of puberty, would
be crucial epochs in terms of understanding causes and
mechanisms of adult illness. This would frame attempts at early
intervention and both primary and secondary prevention.
Following the theme of this supplement, this paper focuses on
the continuities between the adolescent and early adult stages of
the life course, arguing that these are better seen as a single
developmental epoch. However, the seeds of many conditions
manifest in this period are sown in even earlier life, such that some
reference is also made to childhood.

In some conditions such as psychotic illness, intervention
during incipient illness or its early stages may prevent a lifetime
of disability for a proportion of those affected.1 Onset of the full
syndrome at a very young age is often associated with a severe
course,2 but – intriguingly – a good response to treatment.3 In
other conditions such as dementia, very early onset may suggest
a different disease entity and so direct management accordingly.
From the perspectives of surveys, epidemiological research and
health service planning, it is also essential to understand the
distribution of different disorders over the life course. This
underpins precise estimates of projected morbidity and
appropriate policy development. For example, most people with
chronic psychotic disorders in a mental health service are
middle-aged, but our understanding of the onset distribution of
these conditions means preventive and early intervention services
must target a much earlier age group, as described below.

Defining and measuring age at onset

This life-course view means that identifying the age at onset of
mental disorders is important, but it is difficult.4 The classic
psychiatric disorders of adult life often begin with non-specific
symptoms. As studies of the evolution of symptoms become more
detailed, it is clear that early psychopathologic changes can be
transient and dynamic before crystallising into a syndrome fitting
some operational category such as the American Psychiatric
Association’s DSM. Only in retrospect can a decision be taken

as to whether the early features were in fact part of the eventual
picture. In epidemiological terms this leads to enormous scope
for error or bias in the recall or memory of events;5 some elements
may be misattributed to illness and others simply forgotten. From
a clinical point of view it is well known that the better the history,
the earlier the age at onset can be dated. Furthermore, just as
periods of low mood and occasional elation are part of normal
life, it seems likely that some psychological experiences such as
voice hallucination, hitherto considered psychopathological, are
relatively common during certain developmental periods; it is
their persistence or coexistence with other features that marks
them as significant. This is leading to conceptual difficulties
with clinical concepts such as the prodrome that are at best
meaningless or confusing when used at the population level,
and may be damaging if they lead to interventions that have
adverse benefit-to-harm profiles quite different from the clinical
situation.

Retrospective accounts of age at onset for some disorders are
more useful than others, and perfect for none. Despite the
problems alluded to above, it is a reasonable (and useful)
assumption that a large proportion of people with psychotic
illness eventually receive treatment, especially given that in the
definitions of some types of psychosis such as schizophrenia,
disability and loss of function are included in their definition.
Thus, a survey using retrospective accounts of age at onset for
schizophrenia or a broader group of non-affective psychosis yields
useful information. It also avoids contamination by the data for
the vast majority of young people who may experience psychotic
phenomena without ever being ill. However, this is at the cost of
excluding the few people with incipient illness but not yet in
contact with services and, for many years, of masking researchers
to the extent of psychotic phenomena as part of normal
experience; for many decades epidemiologists regarded such
phenomena simply as false positives. The retrospective approach
is also hampered by the long duration of untreated psychosis in
many with non-affective psychosis who eventually make service
contact, but the alternative approach – using a community survey
for incident illness – would be hugely inefficient given the relative
rarity of cases and the fact that the illness itself means that affected
people would be less likely to take part.6 It is important to
recognise that the retrospective approach in clinical samples yields
a self-fulfilling estimate of the age at onset of psychotic disorders
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Summary
The study of age at onset of mental health disorders is
technically and conceptually difficult. It is important to
consider these age distributions in order to understand
causes and mechanisms of illness and to intervene at an
appropriate juncture for primary and secondary prevention.
This article reviews some of the approaches to studying age
at onset, sets out the evidence to support the assertion that
adult mental disorders begin in adolescence, and finds that
perhaps half of all adult mental health disorders have begun
by the teenage years. The paper then discusses whether this

fits what is known about the developmental neurobiology of
the brain and introduces the implications for mental health
services.
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that are seen and treated in clinical services, not a broader
phenotype that does not meet this threshold. That said, the
method – especially when combined with population registers of
treated mental disorder – can lead to definitive results.6

Using retrospective accounts of age at onset from cohorts of
treated individuals is not useful for less disabling mental disorders
because most are never treated. In some areas such as cardio-
vascular disease and cancer it is effective to follow up large cohorts
of individuals and track these outcomes which are relatively easy
to measure.7 This is much more difficult for common mental
disorders where the true incidence and age at onset need intensive
study, but has been achieved for psychotic illness using
population-based birth cohort studies where follow-up is achieved
either through regular interviews and surveys,8 or through
population registers.9 Such studies are rare and usually
problematic in some way as they were initiated for reasons other
than mental health disorders. For these reasons, retrospective
reports from carefully designed cross-sectional community
surveys provide most evidence on age at onset for most mental
health disorders.

Examples of each of these methodological approaches to age at
onset are outlined below, taking different exemplar disorders. This
is followed by a discussion as to whether the findings on age at
onset in mental health disorders fit with what we know about
brain development. One final comment about the definition of
age at onset arises from modern accounts of many long-term
conditions in the framework of life course models. Here, a model
of cardiovascular disease in late adulthood might encompass
genetic inheritance, the epigenetic modification of the genome
by fetal environment and childhood nutrition, the importance
of social context in the beginnings of cigarette smoking at school,
followed by further genetic and behavioural aspects in the
establishment of nicotine dependence and sedentary lifestyle.
The example could go on but illustrates the gradual accretion of
interacting components to a self-perpetuating cascade of
causation. In the domain of mental health disorders the seeds of
schizophrenia may be sown in early life,8 and early motor
developmental abnormalities may betray important information
as to the underlying neurobiology of psychotic symptoms in a
later phase of development.10 However, one would be hard pushed
to say that later motor milestones were the beginning of schizo-
phrenia. Thus, in this article, the onset of a disorder is defined
as the onset of features that form part of the disorder and that
are contiguous with its first expression.

Clinical studies and clinical epidemiology

Schizophrenia

Schizophrenia is an archetype among the psychotic disorders for
which retrospective accounts reconstructing the evolution of
illness in treated clinical samples yield strong results; it is also a
disorder with a developmental component. The same arguments
also pertain to a broader spectrum of these illnesses seen in clinical
practice.11 The idea that schizophrenia might be developmental in
origin is not new.12 It was evident in early clinical descriptions of
the syndrome,13,14 rediscovered as a concept towards the end of
the 20th century,15 and received empirical support from
epidemiological life course studies shortly afterwards.8 However,
much of this evidence comes from the early appearance of
neurobehavioural and cognitive characteristics that may betray
abnormal function relevant to the incipient mental disorder,
rather than the clinical entity we call schizophrenia. Large-scale,
population-based studies focusing on the onset of schizophrenia
itself showed that it appeared characteristically during the

post-pubertal epoch. Schizophrenia occurs in childhood but is
vanishingly rare before puberty, after which its incidence increases
rapidly until the mid-20s before declining over the following
decades. This is best illustrated by the seminal studies of Häfner
et al in Mannheim,16,17 who ascertained all incident cases of
schizophrenia occurring in their catchment area and reconstructed
the characteristics of their onset in minute detail (Fig. 1). The
earliest signs of any mental disturbance occurred before puberty,
but psychotic symptoms and index admissions for the full
syndrome were confined to the decade and half after puberty.
The data for women (Fig. 1(b)) indicate a continued developmental
phenomenon into the fifth and sixth decades, where a second,
smaller peak in incidence has been linked to changes in oestrogen
levels associated with the menopause. These findings have been
repeatedly replicated,11 and represent some of the most robust
findings in psychiatric epidemiology.

Depression and anxiety

Depression and anxiety, unlike schizophrenia, are well-known
entities before puberty.18 Follow-up studies of these disorders in
children and adolescents in clinical settings indicate a high degree
of homotypic continuity into adult life, meaning that the same
clinical syndrome is found in both earlier and later life,19–22 this
being the case also for conduct disorders, which in addition
showed a broader range of adverse outcomes (i.e. heterotypic
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Fig. 1 Distribution of age at onset (as percentage of the
whole sample, with being mean age in years) of schizophrenia
(broad definition, ICD-9 codes 295, 297, 298.3, 298.4). (a) Males:
earliest sign of mental disturbance, n= 117 (dotted line); first
psychotic symptom, n = 125 (dashed line); index admission,
n = 133 (solid line). (b) Females: earliest sign of mental
disturbance, n = 131 (dotted line); first psychotic symptom,
n= (139) (dashed line); index admission, n = 143 (solid line).
From Häfner et al.16,17



continuity) in addition to homotypic adult antisocial personality
traits.23 Thus, for the proportion of children and adults who went
on to develop the adult syndrome, their adult mental health
disorders can be said to have begun in childhood and adolescence.

Population-based approaches

Children who present to clinical services with psychiatric illness
may not be at all typical of those in the general population, where
even specific operational diagnoses are common at around one in
ten of the population under 16 years old; few of these ever cross
the threshold into clinical care. For instance, the British Child
and Adolescent Mental Health Survey of 1999 surveyed 10 438
children, triangulating information from the children themselves
and from their parents and teachers; around 9.5% had at least
one current DSM-IV diagnosis.24 Following such large samples
into adult life is a considerable undertaking but has been done
on several occasions in the context of birth cohorts. In these
studies large samples of people defined by geography and birth
date or period are followed, often for many years, simply because
they represent the general population. Several birth cohorts
have contributed a great deal to our knowledge about risk
factors and long-term outcomes of psychiatric illness.25 Here,
we look in more detail at two studies: one from Britain and one from
New Zealand. Both studies have been influential in elucidating the
link between adult disorders and their adolescent onset.

The British 1946 birth cohort

Sometimes referred to as the grandfather of birth cohorts, the
British 1946 birth cohort is a stratified, random sample of 5362
people born in one week in March 1946, first assessed 6 weeks
after birth,26 and regularly thereafter, irrespective of their life
experiences and masked to their outcomes; these individuals
continue to be followed as many contemplate the milestone of
retirement and all that is brought by later middle age. Colman
et al used ratings made by teachers when the survey members were
aged 13 and 15 years (in 1959 and 1962 respectively) that included
items akin to those seen in internalising disorders such as
depression and anxiety.27 Survey participants scoring in the top
6% of the population distribution were defined as cases of
‘common mental disorder’ (CMD); 277 were in this group at
either age, whereas 46 met case definition at both 13 years and
15 years of age and were defined as ‘persistent CMD’ cases;
interestingly, these observations were made before it was believed
that these disorders occurred in children and well before current
classifications of mental illness such as DSM and the World Health
Organization’s (WHO’s) ICD. The remaining survey members
(n= 3002) were classified as healthy, falling into neither group.

The presence of commonmental disorder in the teenage years had
a profound association with mental health in subsequent surveys of
this cohort stretching out into middle life when assessments were
made at ages 36, 43 and 53 years. Those in the CMD group were over
two-and-a-half times more likely to be rated as having common
mental disorder at age 36 years compared with the mentally healthy
teenagers, and one-and-a-half times more likely to be ill at age 43
years; the effect was no longer present at age 53 years. For those with
persistent CMD as teenagers the outlook was bleaker: they were over
six times more likely to be ill with a common mental disorder at ages
36 and 43 years, with the effect persisting at age 53 years, when they
were at fourfold risk. The ripples of episodic commonmental disorder
had faded by middle age but persisted after the age of 50 years for
those who had experienced persistent depression and anxiety in their
early teenage years; their poor mental health could be traced back to
adolescence, perhaps even earlier.

The Dunedin Longitudinal study

Another example of the birth cohort approach comes from
New Zealand and the Dunedin Multidisciplinary Health and
Development Study.28 This is based on a sample of 1037 children
born between April 1972 and March 1973 in Dunedin and first
assessed at age 3 years. Now in the era of operational criteria
and standardised diagnostic measures, the participants were
assessed at ages 11, 13 and 15 years with the Diagnostic
Interview Schedule for Children, and then at ages 18, 21 and 26
years with the Diagnostic Interview Schedule;29 these measures
allowed DSM-IV diagnoses to be generated.30 Cohort members
receiving treatment and those using intensive mental healthcare
were also identified.

The prevalence in the past year of any mental disorder at
age 26 years was high at 48%, with men and women being equally
affected. Over 80% of those with a mental health disorder at this
age also had a prior diagnosis of any mental illness since the age of
11 years; overall, 74% had received a diagnosis before 18 years of
age and 50% before 15 years of age. The percentage of prior
diagnoses increased according to the severity of disorder by age
26 years in terms of treatment received. Of those with a disorder
seeking treatment, 77% were categorised as meeting diagnostic
criteria before 18 years of age and 58% before age 15 years. For those
using intensive mental health services, 80% received a diagnosis
before 18 years of age and 60% before age 15 years. There was a
pattern of homotypic continuity, especially for conduct disorder
and adult antisocial personality disorder, but there were also hetero-
typic associations; adult anxiety and schizophreniform disorders
were preceded by a wide range of adolescent diagnoses. For all adult
disorders, 25–60% of cases had a history of conduct and/or
oppositional defiant disorder. The authors concluded that the
majority of mental health disorders manifest at age 26 years should
be considered as extensions of adolescent disorders, just as suggested
by Colman et al for common mental disorders in the British
1946 birth cohort.27 The eradication of adolescent disorders,
particularly conduct disorders, would have a profound effect on
reducing subsequent morbidity.

Cross-sectional surveys

These two birth cohorts give clear evidence that a considerable
proportion of mental health disorders are already manifest in
adolescence; these studies have many methodological advantages
in their prospective approach but are limited by their periodic
assessments during the life course, and the relatively small
proportion of whole life that they have yet covered. A major
advance in our understanding of age at onset distributions has
come with developments in the methodology that can be used
with cross-sectional mental health surveys. The National
Comorbidity Survey Replication (NCS-R) built on a succession
of major epidemiological surveys in the USA, particularly the
Epidemiological Catchment Area study and the National
Comorbidity Survey, and was a major part of a global initiative,
the WHO World Mental Health Survey Initiative.29,31–34

The NCS-R used the WHO Composite International Diagnostic
Interview (WHO-CIDI),35 a fully structured lay-administered
interview, to generate DSM-IV diagnoses from data collected
in a household survey of 9282 respondents (70.9% response
rate). Relative to prior studies, methodological innovations
included an expanded set of diagnoses; in-depth clinical validation
of field research diagnoses based on clinician-administered
Structured Clinical Interview for DSM-IV re-interviews;36

dimensional self-ratings on clinically anchored scales;37,38

inclusion of subthreshold diagnostic syndromes; assessment of
disability and impairment; the use of disease burden metrics
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linked to marker physical disorders; and assessments of service
use, treatment barriers and adequacy of treatment. The study
was not designed for rare disorders such as schizophrenia and
autism which lead to considerable non-response, but generated
remarkable information on the lifetime prevalence of many
conditions.

A number of methodological enhancements allowed this
survey to obtain helpful estimates of age at onset, despite its
retrospective method which is often associated with error.5

Questions were designed to avoid implausible responses by using
a time-line approach,31 and by breaking the life course into blocks
such as pre-school, high school, university and employment, so
that respondents could date both important symptoms (e.g. first
panic attack) and full syndromes at least to a certain epoch of
their lives.39 The ages by which 25%, 50% and 75% of respondents
first became affected are shown for a number of syndrome
groups in Table 1 together with their overall lifetime prevalence,
standardised to age 75 years.

Overall, there are four headlines from the NCS-R relevant to
this review. First, half (51%) of Americans will experience a
DSM-IV mental health disorder during their lifetime, with some
evidence that this proportion may be increasing with younger
cohorts. Second, half of these disorders (as shown by the 50th
percentile or median) were incident by age 14 years. The median
onset tended to be earlier for anxiety disorders (age 11 years),
some of which begin and end in childhood, and for impulse
control disorders (age 11 years) than for substance use disorders
(age 20 years) and mood disorders (age 30 years). Third, age at
onset was concentrated in a narrow age range for most disorders:
interquartile ranges (the number of years of age between the 25th
and 75th percentiles of the age-at-onset distributions) were only 8
years (age 7–15 years) for impulse control disorders, 9 years (age
18–27 years) for substance use disorders and 15 years (age 6–21
years) for anxiety disorders, compared with 25 years (age 18–43
years) for mood disorders. Half of all mental health disorders over
the life course occurred first between the ages of 7 years and 24
years.

Analysis of service contact data from the NCS-R leads to the
fourth major finding and presents a dismal tale of failure, delay
and lost opportunity.40 The vast majority of people with lifetime
disorders eventually made contact with health services, although
more commonly for mood disorders (88–94%) than for
anxiety (27–95%), impulse control (34–52%) or substance use
(53–77%) disorders. Delay among those who eventually made
contact ranged from 6 years to 8 years for mood disorders and
from 9 years to 23 years for anxiety disorders. Failure to make
initial treatment contact at all and delay among those who did
eventually make treatment contact were both associated with
early age at onset, being older at the time of the survey, and
a number of sociodemographic characteristics including being

male, married, poorly educated and from a Black and minority
ethnic group.

From neurobiology to service provision

One further question is whether what is happening to the brain
during the adolescent period mirrors this tide of incident mental
health disorder where, excluding the neurodegenerative disorders
of later life, half of all onsets have occurred by the mid-teens.

The brain is constantly changing throughout life; even reading
this article may consolidate some aspect of neural circuitry and
leave a memory trace. That said, there are several epochs over
the life course where there is radical transformation of neural
architecture and function. One of these epochs spans the
traditional legal, educational and service boundary of 17–18 years
of age. In fact, this artificial transition falls right in the middle of a
crucial phase of brain development that begins shortly before
puberty and ends during the third decade of life. This questions
the whole concept of adolescence (based on sexual maturity) being
distinct from adulthood (based on a concept of attainment of
mental and physical capacity).

Development of the neonatal brain from its ectodermal
origins is a dramatic achievement of nature. Itself complex and
depending on a variety of processes such as the establishment of
connectivity and programmed cell death, followed by a rapid
development of basic cabling through myelination in the first year,
this epoch ushers in some classical neurodevelopmental disorders
and learning delays; but this is only part of the story. It takes three
decades to grow a mature human brain, during which time there
is much further development. The period from mid-childhood
through puberty to the mid-20s is another phase of profound
change, particularly in the balance of connectivity between brain
areas.41 It is during this period that the risk of adult mental health
disorders becomes apparent; it may be the characteristics of
normal development that lead to this risk, rather than any
particular abnormality in this process.42 Indeed, aspects of
syndromes such as impulse control disorders are so common
during adolescence that it is questionable as to whether they
should be considered abnormal. This second, more leisurely phase
of development has only recently begun to be understood. It is
probably heralded by prepubertal maturational events in the
adrenal glands known as adrenarche that take place around 6–8
years of age.43 Adrenarche involves the production of two steroid
compounds, dehydroepiandrosterone (DHEA) and its metabolite
dehydroepiandrosterone sulfate (DHEAS), which are abundant
within the brain. Longitudinal studies of brain structure using
repeated magnetic resonance imaging scans in healthy children
have demonstrated considerable pre-adolescent increases in
cortical grey matter, peaking some 2–3 years after adrenarche
and then declining in an inverted U-shaped manner.44,45 Increases

s8

Jones

Table 1 Ages at onset for five categories of mental health disorder

Age at which % of projected lifetime risk attained, yearsb

Projected lifetime risk,a % (s.e.) 25% 50% (median) 75%

Anxiety disorders 31.5 (1.1) 6 11 21

Mood disorders 28.0 (0.8) 18 30 43

Impulse control disorders 25.4 (1.1) 7 11 15

Substance use disorders 16.3 (0.6) 18 20 27

Any disorder 50.8 (1.2) 7 14 24

a. Proportion of whole population that will have experienced disorder by age 75 years.
b. Data for standardised age-at-onset distributions of DSM-IV diagnoses derived from the World Health Organization Composite International Diagnostic Interview with projected
lifetime risk at age 75 years; adapted from Kessler et al where data on specific diagnoses and details of the sample are available.31



in white matter occur over a longer period into the third decade.
There is a general pattern of childhood peaks of grey matter
followed by adolescent declines, functional and structural
increases in connectivity and integrative processing;46 the balance
between limbic and subcortical and frontal lobe functions extends
well into young adulthood.46 The higher-order association cortices
mature after lower-order somatosensory and visual cortices, and
phylogenetically older brain areas mature earlier than those more
recently evolved such as the frontal cortex. The control of these
changes, particularly the initial childhood growth in grey matter,
is likely to be dependent on androgens, with regional differences
and contrasts between girls and boys being mediated by
differences in androgen receptor density and function.47 Cortical
developments are more dependent on environmental influences
and transactions. Although the brains of children and young
adults may have similar ‘small world’ organisation at the global
level, they differ significantly in hierarchical organisation and
interregional connectivity. These large-scale changes underpin
the transition from dependent child to independent adult able
to draw on sophisticated learning from reward and punishment,
and effective executive and emotional control.48–50

Casey et al provide a model of these key brain structural and
neurocognitive phenotypes developing at different rates.42 They
highlight the relevance of normal development in understanding
emergence of psychopathology in the developmental epoch from
puberty to the late 20s.45 A ‘neural maturation gap’ during
adolescence exists between earlier maturation of limbic and
subcortical reward processing networks dependent on the
neurosteroid growth spurt, and later consolidation of neocortical
cognitive and emotional control networks dependent on
environmental experience. This maturation gap may present a
window of vulnerability during which these two different systems
are not yet fully coordinated.

Health service implications

It seems that from the perspective of brain development it should
come as no surprise that most adult mental health disorders have
their roots in adolescence. We may ask why they persist thereafter,
and what can be done about them. Mechanisms of persistence are
beyond the scope of this article but the robust findings from
modern epidemiology and their consilience with the emerging
neurobiology of adolescence should be a clarion call for inter-
vention involving both primary and secondary prevention.50

Many incident disorders will resolve but it is clear that many do
persist, and result in lifelong disability and cost to society and
the individual. Not every anxiety disorder or depression in the
childhood or teenage years will lead to adult disorder. However,
the findings suggest that appropriate interventions should be
widely available to speed initial treatment contact and reduce
the burdens and hazards of untreated mental disorder.40 It is
straightforward to propose that early signs of recurrence or
persistence of adolescent mental health disorder should lead to a
concerted therapeutic effort, probably coordinated by primary
care, and there is evidence to suggest that – in psychotic disorders
at least – such early specialist intervention is cost-effective.51

However, the appropriate response to the earliest signs of disorder
in large numbers of young people is less clear, and the risk to
benefit ratio of specialist care will be totally different in the wider
subclinical or primary care population from that in the services in
which many interventions are developed. Traditional mental
health services have evolved without the knowledge that psycho-
pathology observes no transition between adolescence and early
adulthood. From the perspective of brain development, services

may require re-engineering to provide an appropriately seamless
and developmentally sensitive approach to individuals on the
two-decade journey from puberty to adulthood. These questions
are explored elsewhere in this supplement and require consider-
able and sophisticated research in order to guide appropriate care
at the clinical and public health levels.

Establishing age at onset of mental health disorders is method-
ologically difficult. A range of epidemiological approaches provide
convergent evidence not only that adult mental health disorders
are common in the population, but that most of them have their
onset by adolescence. This period of life after puberty also sees a
range of important organisational developments in the brain that
last until the late 20s and usher in adulthood as might be defined
from a developmental rather than a social or legal point of view.
These biological changes are characterised by a temporary
uncoupling of higher-order, more recently evolved cortical functions
from the limbic and subcortical systems that mature earlier. This
maturational gap is normal, but appears to leave the adolescent
vulnerable to a range of experiences and responses, some of which
form the components of mental disorders and may persist as such.
These findings provide a persuasive argument to reappraise our
formulations of mental health disorder into a new developmental
psychiatry embracing a modern life-course approach that focuses
on the second and third decades of life. Such a view also triggers
the need for a new research agenda to guide these new ventures,
the therapeutic interventions they may wield and the service
structures through which these are delivered to young people.
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Clinical staging is a practical tool that has demonstrated utility in
general medicine. It defines the extent of progression of disease at
a particular point in time, and where a person’s condition
currently lies along a continuum of the course of illness.1,2 For
example, stages of certain cancers are distinguished by the extent
of local invasion of tumour, lymphatic involvement and metastatic
spread. Thus, early and milder clinical phenomena are differ-
entiated from later stages that have evidence of illness extension,
progression and chronicity. From a practical perspective, clinical
staging enables the clinician to select treatments relevant to the
stage, with less invasive interventions being more effective in
earlier stages than when delivered later in the illness course.1

Again, the cancer analogy is useful here: minor surgery and local
radiotherapy may be appropriate for early stages of breast cancer,
whereas in later stages this would not be sufficient and more
radical treatment such as mastectomy and chemotherapy might
be indicated.

It has been proposed that the concept of a staging model can
be applied to psychiatry.1 In particular we put forward the
hypothesis that severe mental disorders, such as schizophrenia,
bipolar affective disorder and severe depression, develop from
initial non-specific symptoms and syndromes (i.e. a pluripotential
state) and from a background of specific and non-specific risk
factors such as genes or early environment. From the initial
non-specific clinical picture, worsening of symptoms and
acquisition of new symptoms occur, together with progressive
neurobiological changes and related neurobehavioural deficits,
until clearly recognisable mental disorder appears. Further
progression of symptoms and neurobiological abnormalities may
occur after ‘threshold’ diagnosis. Thus, the natural history of
major mental illness is postulated to consist of transition from
being asymptomatic and not seeking help, through a stage of
undifferentiated general symptoms such as mild anxiety,
depressive and somatic symptoms, followed by the worsening of
existing symptoms and acquisition of new ones (e.g. psychotic-like
experiences, substance use) which may be associated with
behavioural and functional decline. Further progression of illness
may still occur, with development of chronic symptoms, relapses
and ongoing impairment. Although the staging approach has

much intellectual appeal, it is still a heuristic concept with
extensive research work required to develop stage markers.
Previously we have examined the evidence for clinical staging in
schizophrenia, with a particular focus on neuroimaging and
treatment data.2 Here we extend this investigation to
neurocognitive findings and to affective disorders.

Neurocognition

Neurocognitive impairments are a feature of severe mental illness,
but it is unclear whether these impairments support a clinical
staging model. In schizophrenia, cognitive impairment is large
and documented across a range of cognitive domains, most
notably verbal learning and memory, performance and full-scale
IQ scores, sustained attention and cognitive flexibility.3 Similarly,
moderate impairments in a number of domains are documented
in bipolar affective disorder, the largest occurring in verbal
learning and memory and in executive function;4–7 these are
evident during euthymia and amplified when symptoms are
experienced.8,9 Individuals with major depressive disorder also
show neurocognitive impairment, although the affected
domains are unclear; impairments have most consistently been
demonstrated in verbal learning and memory, attention and
executive function,10–12 although to a lesser extent than in
schizophrenia and bipolar disorder.

If neurocognition is to be a reliable indicator of clinical stage,
then variability in performance should indicate illness severity,
chronicity and progression. In schizophrenia the relationship
between chronicity and impairment is not straightforward. The
magnitude of neurocognitive impairment in the first psychotic
episode13 is equivalent to that of samples with established illness,3

suggesting that there is no further decline in neurocognitive ability
after the onset of frank psychotic symptoms. This is supported by
a lack of longitudinal evidence of progressive deterioration over
illness course.14 A subgroup of these individuals who develop
‘deficit’ schizophrenia,15 characterised by a chronic illness course,
prominent negative symptoms, poor functional outcome and
significantly reduced cognitive performance,16,17 might show
progressive impairment. However, it seems more likely that
deficits are longstanding rather than associated with transition
between clinical stages; cognitive deficit early in the illness course
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Summary
A new approach to understanding severe mental illnesses
such as schizophrenia and affective disorders is to adopt
a clinical staging model. Such a model defines the extent
of the illness such that earlier and milder phenomena
are distinguished from later, more impairing features.
Part of the appeal of such a model is that it should have
cross-diagnostic applications, but to date there has been
no attempt to examine imaging or neurocognitive evidence
for staging in this way. We review these two domains
of study with particular focus on major depression and

bipolar affective disorder. Although there is some
support for the staging model in affective disorders,
conclusions are limited by the large variability in the
clinical samples studied, especially with regard to the
presence of psychotic symptoms. We suggest that
future research needs to take a transdiagnostic and
longitudinal approach.
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is predictive of poor functional outcome and negative symptoms
many years later.18,19 In contrast, data from samples of people
with bipolar disorder show evidence of a relationship between
multiple episodes (both manic and depressive) and poorer
neurocognitive performance, particularly for verbal learning and
memory and for executive function.4,5 In these individuals longer
illness duration is also associated with greater impairment,
although not as robustly as number of affective episodes.7,8

Similarly, meta-analytic evidence from individuals with major
depression suggests that symptom severity is significantly
associated with neurocognitive impairment in episodic memory,
executive function and processing speed, but these associations
explain less than 10% of the variance in performance.20 Other
cross-sectional evidence for a relationship between other indices
of severity (duration of illness, number of episodes and length
of episodes) and cognitive deficits is variable and conclusions
are difficult to draw.12

Evidence regarding the longitudinal course of neurocognitive
impairment in affective disorders is limited by the lack of
longitudinal studies.11,21 The longest follow-up of individuals with
bipolar disorder showed that cognitive impairment persisted but
did not deteriorate over a 3-year period.22 Longitudinal studies
of neurocognition in major depression are rarely longer than
6 months,11 making it impossible to ascertain how impairment
progresses over the illness. Our understanding of the course of
neurocognitive impairment in affective disorders is further
complicated by the fact that state-related reductions in cognitive
performance may persist over the short term, leading to the
misclassification of such impairment as trait-related.5,11

Another problem in interpreting the neurocognitive
performance of individuals with affective disorders is the effect
of confounding factors, which are often not controlled for in
analyses.11,21 These include the impact of medication, illness
subtype, age, comorbid disorders and substance use, all of which
may influence cognitive performance at the time of testing. In
particular, a history of psychosis is rarely reported or controlled
for, yet almost all of the published research has shown that
current or past psychotic symptoms are associated with greater
and more broad cognitive impairments in bipolar disorder and
major depression.23–27 Individuals with affective disorders
without psychotic features have been shown to perform at a
level equivalent to healthy controls or show only minimal
impairment.28–30 The profile of individuals with non-psychotic
depression is more consistent with frontostriatal dysfunction
(i.e. reduced performance was most evident in attention and
executive function), as opposed to the frontotemporal dysfunction
associated with schizophrenia.27 In line with this, meta-analytic
evidence demonstrates that the largest decrements in samples with
affective psychosis are in psychomotor speed, sustained attention,
verbal learning and memory and semantic fluency, similar to
those observed in schizophrenia.3,31 Altogether, this suggests that
psychotic rather than affective pathology is driving impairments;
teasing out the effects of psychosis and other confounds is vital
to our understanding of the pattern of neurocognitive impairment
in affective disorder in regard to clinical staging.

The utility of neurocognition in clinical staging is enhanced if
alterations in cognitive performance are evident early in the
illness. Research has shown that individuals who later develop
schizophrenia demonstrate poor academic performance and
intellectual ability in childhood and adolescence.32–37 Further-
more, it is now accepted that individuals at ultra-high risk of
psychosis also perform worse than healthy controls across a range
of neurocognitive domains. Within this group, those who make
the transition to frank psychosis show greater impairment than
those who do not develop psychosis, primarily in the verbal

domain. The most often cited reductions include lower general
vocabulary or verbal IQ score,38–41 verbal learning and
memory,38,39,42–44 verbal fluency39,43,45 and slower processing
speed.39,40,46 It remains unclear whether a decrement in cognition
occurs from the prodromal stage to the first-episode stage of
illness. Some cross-sectional studies have demonstrated that the
magnitude of impairment in the ultra-high risk group who later
develop psychosis is comparable to first-episode populations, at
least in overall ability,38,44 verbal IQ score41 and verbal
memory.38,41 Only a few studies have followed ultra-high risk
samples over the period of transition to psychosis, and these
found little or no progressive impairment in neurocognitive
ability.47–49 (Further information available from the authors.)

Potential early neurocognitive impairment in bipolar disorder
is less well understood. There is evidence of lowered performance
in unaffected relatives of patients, particularly in verbal learning
and memory and some executive functions,7,50 suggesting that
cognitive reductions may be trait-related. However, findings to
date show neurocognition to be an unreliable indicator of future
bipolar disorder. Some studies have identified intellectual and
language delays and lowered visual spatial reasoning and set-shifting
in young people who later developed the illness,51–53 but others
found no reduction relative to healthy controls.32,33,37,54 Once again,
conclusions from these studies are limited by confounding psychotic
symptoms; most studies did not differentiate the outcomes of
bipolar disorder with and without psychosis.

High-risk clinics do not exist for bipolar disorder in the
same way that they do for schizophrenia, making it difficult to
characterise neurocognitive ability immediately prior to illness
onset. Only one study has assessed cognitive performance in the
prodromal period of bipolar disorder by investigating the onset
of this disorder in patients at ultra-high risk of psychosis.55 The
authors found no difference in premorbid IQ, current IQ or
global ability between individuals who developed bipolar disorder
and those who did not develop either bipolar disorder or schizo-
phrenia. It is similarly unclear which impairments might be
present immediately after the onset of bipolar disorder, especially
since a first episode of mania could have been preceded by a
period of depression. Albus et al found that individuals with a first
episode of mania without psychosis demonstrated cognitive
performance that was equivalent to healthy controls.28 Two other
studies of first-episode mania have shown impairment in verbal
fluency, perceptual–motor ability, set-shifting and psychomotor
speed/attention;56,57 however, neither study reported the
prevalence of psychotic symptoms in the samples.

The evidence also suggests that early neurocognition is not
useful as an indicator of later major depression. Studies of
offspring of women with depression have identified a specific
reduction in verbal ability58 or no decrement at all,59,60 relative
to healthy controls. Interestingly, in offspring of women with
depression there was an association between current depressive
symptoms and performance on some indices of executive function
and processing speed,60 suggesting that reductions in these
domains might be related to current symptoms or occur as part
of the disease process rather than being markers of vulnerability.
On the other hand, evidence from a large population study
demonstrated that children who later developed major depression
showed poorer performance on tasks of psychomotor speed and
attention at age 13 years but no reduction in other domains,33

nor deviations in motor or language development.32 Considering
the evidence to date it is unclear whether cognition is impaired
before the diagnosis of depressive disorder.

It is important to note that not all individuals with these
severe mental illnesses show cognitive impairment. A quarter to
a third of individuals with schizophrenia demonstrate ‘normal’
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neurocognitive performance within the average range.30,61

Furthermore, it has been estimated that only 28% of people with
major depression,30,62 and 38–41% of those with bipolar
disorder,62,63 have neurocognitive impairment. It is possible that
people with psychotic and affective disorders who present with
neurocognitive impairments represent a different underlying
disease process. Support for the concept of different disease
processes comes from demographic and clinical differences
between those with impaired and intact neurocognitive
performance in schizophrenia and bipolar disorder.61,63 Clinical
staging offers the potential to overcome artificial diagnostic
boundaries by incorporating cognitive performance into stage
definitions, although its usefulness is dependent on how well it
can be used to predict illness progression and treatment response.

In summary, although there is some evidence that neuro-
cognitive impairment might fit within a clinical staging
framework, there are too many confounds at present for it to be
incorporated into the model. Critically, these conclusions are
limited by the large variability of clinical populations with
affective disorders, particularly where data from individuals with
and without psychotic symptoms are combined. Further, the lack
of longitudinal data examining progression over time in affective
disorders and comparing individuals with early- v. late-stage
disorder reduces our ability to draw strong inferences.

Neuroimaging

In addition to neurocognitive functioning, a model of clinical
staging should differentiate the neurobiological correlates of the
disorder’s distinct stages. Neurobiological changes associated with
mental disorders do not necessarily develop in parallel with
behavioural symptoms or correlate with behaviour,64 highlighting
the importance of investigating both. We recently reviewed the
imaging literature for psychotic disorders and showed that
whereas some neurobiological changes are already present before
the illness onset, others arise as it progresses and tend to be more
pronounced with severity of illness.2,65 Similar differential patterns
of biomarkers have been suggested for early v. late stages of major
depression and bipolar disorder,66–69 suggesting it might also be
possible to find neuroimaging markers of specific illness stages
in affective disorders.

Enhanced vulnerability to psychosis is associated with grey-
matter volume reductions in prefrontal, limbic and temporo-
parietal regions of the brain,70 whereas those who later develop
first-episode psychosis have more specific reductions in the
inferior frontal, superior temporal and parietal regions.70,71 Not
surprisingly, therefore, individuals with schizophrenia commonly
present with reductions in grey matter in the frontotemporal
regions.72,73 Consistent with the predictions of clinical staging,
these changes become more extensive through first-episode and
chronic illness.74–77 A similar staging pattern has been observed
for cortical thickness,78 and for structural abnormalities affecting
white matter.79

Progressive brain changes and increased pathological signs
related to severity of illness have also been observed in affective
disorders. In major depression reduced thickness of the posterior
cingulate cortex has been observed in people with non-remitted
disorder compared with those in remission, and decreased
perfusion in frontal regions and the anterior cingulate cortex
has been shown in the non-remission group compared with
healthy controls.80 There are cautious suggestions that reductions
in cerebral and cerebellar grey matter volume,81 as well as basal
ganglia volume,82 are related to severity of illness. Furthermore,
basal ganglia volume reductions have been linked to illness

duration and the number of prior depressive episodes.83

With increased duration of illness, individuals with major
depression have shown reduced glutamate and increased choline
concentrations in ventromedial prefrontal regions,84 and (more
inconsistently) a reduction in hippocampal volume.85–88 In
bipolar disorder the number of episodes of illness has been
related to enlargement of the lateral ventricles,89,90 and decreased
cerebellar vermal volume.91 Compared with healthy individuals,
grey matter density of the hippocampus, fusiform gyrus and
cerebellum of individuals with bipolar disorder has been shown
to reduce at an accelerated rate.92

Many structural abnormalities such as ventricular enlargement
have been repeatedly associated with both schizophrenia and
affective disorders, albeit with greater enlargements in schizo-
phrenia.5,8,88,93,94 Such non-specific changes perhaps reflect the
presence of psychotic symptoms in the affective disorder group,8

and/or similarities relating to clinical stage. Diagnostic differences
do exist, however. Smaller hippocampal and amygdala volumes
have been observed in individuals with schizophrenia compared
with bipolar disorder.95 Further distinctions on the basis of grey
matter deficits have been made,96 and functional differences in
medial frontal and visual cortex, as well as differential disruptions
in white matter tracts associated with the occipital and frontal
lobes,97 have been shown. Whereas volumetric reductions in brain
tissue, in particular temporal lobe grey matter, are more
consistently found in schizophrenia than in bipolar disorder,
white matter hyperintensities are more common in affective
disorders.8 Individuals with bipolar disorder additionally show
enlargement of basal ganglia and amygdala, whereas those with
major depressive disorder are characterised by volume reduction
in these regions as well as in the hippocampus.88,98,99 Affective
disorders are furthermore distinguished by increased corpus
callosum cross-sectional area in major depression compared with
bipolar disorder.88 These neurobiological differences may provide
useful diagnostic markers in relation to the different stages of the
individual disorders.

The reports of white matter pathology indicate that severe
mental illness may not simply be a result of structural lesions to
the brain,5 but rather of abnormal connectivity between
regions.100 As early as 1998 Friston suggested that schizophrenia
was caused by dysfunctional interaction in the dynamics of
associated brain regions rather than by dysfunctional
specialisation within a region.101 Certainly in psychotic disorders,
stage of illness affects structural and functional networks
differently.2 Consistent across stages of illness are findings of
reduced (or in some cases increased) connectivity in frontal lobe
and frontotemporal interactions, but as illness progresses these
patterns become more widespread across the brain and are
observed with higher frequencies.100 Progression between stages
could represent weakened strength of connections or even a total
loss of connections in a network with a consequential imbalance
between local and global connections. Indeed, connection patterns
could show alterations, resulting in a loss of function such as
working memory impairment,102 or phenomena such as positive
symptoms.103 Evidence for dysconnectivity in grey and white
matter across all stages of this disorder, and even before onset of
illness, is building.64,100,104–106 Suggestions of dysconnectivity in
affective disorders are also rapidly emerging,5,107–109 with distinct
patterns for schizophrenia and bipolar disorder being
identified.110 Factors such as genetics, insults during brain
development and neurotransmitter imbalance are thought to
influence the process of dysconnectivity.111

For neurobiological changes to consolidate their position in a
model of clinical staging, changes caused by the illness need to be
distinguished from epiphenomena. Factors such as life stress and
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substance use have been related to progression in severity of
illness,2,112–114 and individual differences in dysconnectivity have
been shown to relate to individual differences in symptom
presentation.111 Antidepressant medication has been found to
decrease resting-state functional connectivity,115 and the effects
of medication on brain structure, volume and functioning also
require further investigation.2,70,100,113,116,117 In addition, the
influence of adolescent development,2,90,100,113,118,119 gender,100

and comorbidity,2,86,120,121 should be considered. Accounting for
these factors provides important challenges for the immediate
future.

Current models of clinical staging do not make explicit
whether an individual can move down a stage, i.e. whether a
remission of symptoms is equivalent to moving from stage 2 to
stage 1. However, certain functions can (at least partially) be
recovered.122,123 Furthermore, brain volume abnormalities seem
to be potentially reversible (in first-episode psychosis),124 or at
least to lessen with continued development in childhood-onset
schizophrenia.125 This suggests regression in severity of illness to
some extent, which should be reflected in the staging model.

Neurobiological evidence for staging in severe mental illness is
still limited. Different methods adopted by the various studies
make it difficult to compare findings and stress the need for
future research to adopt a transdiagnostic perspective. Studies
investigating disorders with overlapping features will not only be
able to highlight shared neurobiological features but may provide
evidence for distinct neurobiological markers important for
treatment and prognosis. As adolescence is the critical period
for onset of severe mental illness, studies should focus on brain
networks that develop during this period. Furthermore, multi-
modal longitudinal studies will be crucial in monitoring transition
between stages and associated neurobiological changes.2

Future research

Clinical staging is a promising model for improving our
understanding of the way in which severe mental illnesses develop
and helping clinicians choose the most appropriate treatment.
Both neurocognition and neuroimaging evidence provide
tentative support for the application of a staging model to
schizophrenia and affective disorders. The paradox here is that
we are using the current diagnostic categories to investigate the
validity of a model that explicitly attempts to negate the current
categorical system. Future work needs to take a transdiagnostic
and longitudinal view, covering both neurocognition and
neuroimaging in order to overcome current issues.
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The prevalence of depressive disorders in the UK in children
(under 13 years old) and adolescents (aged 13–18 years) has been
estimated at 2.8% and 5.6% respectively.1 These disorders have
a significant adverse impact on school, social and family
functioning and increase the risk of suicide and substance misuse
in young adulthood.1–4 Depressive disorders persist over time and
there is continuity between adolescent depression and depressive
disorders in young adults.5 Relapse is common, with up to 70%
of adolescents with depression experiencing a recurrent depressive
episode within 5 years.6,7 Randomised controlled trials have
demonstrated that effective psychological interventions are
available for the treatment of depression in adolescents, at least
in the short term.8–10 Although this is encouraging, the majority
of adolescents with depression remain unidentified and
untreated.11,12 The limited reach and effectiveness of current
treatment programmes have led researchers to investigate whether
depressive disorders can be prevented through the widespread
provision of prevention programmes.

Prevention programmes tend to be conceptualised by their
intended focus, either universal (provided to whole populations
regardless of risk status) or targeted (e.g. provided to those at
increased risk of developing depression). Universal programmes
tend to be less stigmatising and have good reach, whereas targeted
approaches tend to produce larger treatment effects and from a
public health perspective may represent a better use of limited
resources.13 For adolescents, schools provide a natural and
convenient location for the delivery of mental health prevention
programmes. Recognition of the potential role of schools in
promoting mental health has been emphasised in recent UK
government initiatives such as Targeted Mental Health in Schools
and Social and Emotional Aspects of Learning.14,15

Although schools offer a potentially convenient way of
accessing large numbers of young people, the effects of mental
health programmes delivered in such settings have not always been

positive.16–18 Variations between studies have been investigated in
systematic reviews which have highlighted a number of issues.
First, in terms of delivery, targeted depression prevention
programmes tend to produce larger post-treatment effects
than universal programmes.19,20 However, practically targeted
programmes may prove more difficult to provide, since individual
students need to be identified and additional arrangements made
within the school to deliver the intervention. This might be
difficult for busy secondary schools with limited space, which
typically organise and plan timetables around year groups and
classes rather than individual students. Second, sufficient time
needs to be made available to deliver depression prevention
programmes, which usually require 8–16 sessions.20,21 Finding
sufficient dedicated time within an already full timetable can be
a practical problem that might prohibit their use in schools. Third,
the majority of depression prevention programmes are based on
cognitive–behavioural therapy (CBT) and tend to be more effective
when delivered by mental health practitioners rather than trained
school staff.20 Although programmes are more likely to be
sustainable if delivered by educational staff, teachers might not
necessarily feel sufficiently skilled or knowledgeable about CBT
or comfortable talking about mental health issues. However, if
programmes are externally provided then school and classroom
staff need to be supportive of their delivery. Fourth, undertaking
robust research evaluations of prevention programmes in schools
is complicated and many existing studies suffer from significant
methodological weakness.13,19,22 In order for results to be
meaningful, school-based studies need to achieve good
recruitment and retention rates, and assessments need to be
acceptable and easily completed. Finally, the identification of
appropriate comparison groups is an important issue for
school trials.22 Comparison groups need to be appropriate and
acceptable to the school. In addition they need to be matched
for any possible non-specific elements such as increased attention
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Preventing depression and promoting
resilience: feasibility study of a school-based
cognitive–behavioural intervention
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Background
The limited reach and effectiveness of psychological
treatments for adolescent depression have fuelled interest in
alternative approaches designed to promote resilience.
Schools offer a convenient location for the widespread
delivery of depression prevention programmes, although little
research has evaluated the feasibility of delivering
interventions in this setting.

Aims
To investigate the feasibility of delivering and evaluating a
universal school-based depression prevention programme for
children aged 12–16 years.

Method
A three-arm pilot study was conducted in one UK secondary
school (n=834).

Results
Interventions had good reach (96%), with high rates of
consent (89%) and reasonable retention (78%). The majority
of intervention sessions were delivered as intended, with
85% of students attending seven or more sessions. The
programme was acceptable to students and teachers,
with the specific content of the active intervention being
rated differently from the control programmes.

Conclusions
Delivering and undertaking methodologically robust
evaluations of universal school-based depression
programmes is feasible.
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and assessment completion, and assessed to ensure that the
content of the programmes delivered to the intervention and
comparison groups are sufficiently different.

The aim of this study was to examine the feasibility and
acceptability of delivering and evaluating a depression prevention
programme for adolescents within the UK educational context.

Method

Promoting Mental Health in Schools through Education
(PROMISE) is a randomised controlled trial evaluating the
effectiveness of a school-based depression programme for young
people aged 12–16 years.23 To maximise fit with schools and
minimise timetabling problems the programme was universally
provided to whole classes of young people. However, the focus
of the evaluation of the effectiveness of the programme was on
students who had persistent and elevated levels of depressive
symptoms, defined as a score of 5 or over on the Short Mood
and Feelings Questionnaire (SMFQ),24 completed on two
occasions 2 weeks apart.

Ethical approval and consent

The study was approved by the University of Bath ethical
committee with consent/assent involving three stages. First,
interested schools were required to opt into the study. Second,
parents or carers of all students in years 8–11 (aged 12–16 years)
on the school roll were sent a project information sheet and
invited to return an opt-out form if they did not wish their child
to complete the project assessments. Finally, young people were
required to sign a consent form before completing assessment
questionnaires.

Recruitment

Information about the project was sent to 66 non-denominational
comprehensive secondary schools in Bath and north-east
Somerset, Bristol, Wiltshire, Nottingham and Nottinghamshire.
Nine schools were recruited, one for the pilot study and eight
for the main trial.

Intervention

The PROMISE study is a randomised controlled trial with the
following three trial arms.

Resourceful Adolescent Programme

The Resourceful Adolescent Programme (RAP) is a depression
prevention programme based on CBT designed to be delivered
to whole classes of young people aged 12–15 years. It has
been subjected to evaluations in Australia, New Zealand and
Mauritius.25–28 The original 11-session programme was adapted
for use in the UK educational system and consisted of 9 sessions
facilitating the development of skills in six main areas. First, the
participants were encouraged to identify and recognise their
personal strengths and the importance of maintaining good self-
esteem and positive mood. The second area focused on cognitions
and encouraged adolescents to identify, check and challenge
unhelpful cognitions and to replace them with more balanced,
enabling and helpful ways of thinking. Emotional management
was the third area, facilitating emotional recognition and the
development of emotional management strategies. The fourth
focused on the development of problem-solving skills and the fifth
on identifying support networks to draw upon to help with
problems. The final section was concerned with keeping the peace

and how to use these skills to resolve interpersonal problems and
to promote harmony. The programme involved a mix of large-
group discussion, role play and small-group exercises, and each
young person was given a workbook summarising key issues
and messages.

The sessions were led by two facilitators working alongside the
class teacher. Facilitators had at least an undergraduate university
degree in a relevant discipline and all had experience of working
with young people. All received initial training in the cognitive
model of depression and RAP and attended ongoing supervision
sessions.

Attention control group

As part of the national curriculum schools provide personal, social
and health education (PSHE). The curriculum covers a range of
topics relating to citizenship and psychological well-being, including
drug and sexual education, human rights, diversity, difference and
discrimination. The class teacher leads the sessions and in this trial
was supported by two facilitators. The group was matched for
time (9 sessions) and adult contact with the RAP group.

Usual PSHE

Young people participated in the usual PSHE sessions provided by
the school (i.e. treatment as usual). The sessions were provided
solely by the teachers.

Primary outcome

The primary outcome was change in symptoms of low mood at
12 months as assessed with the SMFQ, a 13-item measure of
symptoms of low mood and depression.24

Other measures

In order to assess whether the contents of RAP and usual PSHE
were different, lesson facilitators were asked independently to
assess the content of each session on a 5-point scale ranging from
‘not at all’ (0) to ‘a lot’ (4). At the conclusion of the programme,
feedback concerning RAP was obtained from students by means of
individual semi-structured interviews and from teachers through
focus group discussion.

Results

The feasibility study was conducted in one mixed-gender, non-
denominational secondary school. The students’ educational
attainment, eligibility for free school meals and absence rates were
comparable to the national average (Table 1); however, fewer
children were identified with special educational needs or from
minority ethnic backgrounds.

Recruitment and retention

In terms of eligibility, 801 (96%) students on the school roll were
attending school and were therefore able to participate in the
study (Fig. 1). The consent process appeared acceptable, with dual
parent and young person consent to complete the assessment
measures being obtained for 713 (89%) students. Both screening
and baseline assessments were completed by 624 (88%) of those
who consented, of whom 552 (88%) completed the 6-month
assessment and 489 (78%) completed the final 12-month
assessment. Twelve-month retention rates in years 8 (91%), 9
(90%) and 10 (83%) were good, but there was a particular
problem with year 11 (45%); these students had completed their
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General Certificate of Secondary Education (GCSE) examinations
and many had left school to transfer to other colleges or start
work.

Outcome measures

Item completion on the SMFQ (the primary outcome measure) is
summarised in Table 2 and highlights that completion was easy,
with few missing data. Students were categorised as being at risk
of developing a depressive disorder if they had scores of 5 or more
on the SMFQ at both screening and baseline assessments (i.e.
continuity of symptoms). A total of 191 (31%) students who
completed the SMFQ on both occasions were classified as being
at high risk. Of these, 138 (72%) were reassessed at 12 months.

Symptom change

The study was not powered to assess between-group differences on
the primary outcome measure (SMFQ). Descriptive statistics are
therefore presented in Table 3 for students at risk of depression
in each trial arm at each assessment point. There was a decrease
in SMFQ scores in all groups from screening and baseline
assessment to 12 months.

Intervention delivery

The intervention was provided to students in years 8 and 10. All
9 RAP sessions were delivered to 15 classes, with the remaining
class receiving 8 sessions. A total of 137 RAP sessions (95%) were
delivered as intended by two facilitators, with the other 7 sessions
being led by one. Seven sessions were unexpectedly cancelled
owing to adverse weather (n= 2), early school closure (n=1),
bank holidays (n= 1), examinations (n=1), a school project day
(n=1) and PSHE being cancelled (n= 1).

Session attendance

Of the 409 eligible children in years 8 and 10, only 9 (2%) failed to
attend any RAP session. Of these children 5 were no longer at
school, either having been expelled (n= 2) or moving school
(n=3) before the sessions started. Approximately half (n=188)
attended all nine sessions, with 357 (87%) attending seven or
more sessions.
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Table 1 Pilot school demographic summary

Proportion of pupils, %

Pilot school National ratea

Pupils with SEN statements or supported
on School Action Plus 5.4 9.3

Pupils at end of Key Stage 4 achieving
level 2 English and maths 57 54

Pupils achieving 5 or more A*–C grade
GCSEs including English and maths 57 50

Pupils eligible for free school meals 8.5 7.3

Overall pupil absence rate 6.9 7.3

Persistent absence rate 5.3 5.0

Ethnicity: BME 9 18

BME, Black and minority ethnic; GCSE, General Certificate of Secondary Education;
SEN, special educational needs.
a. Rates for England and Wales.

Total students on roll
n=834

Assessed for participation
n=801

Randomised
n=713

Attention control
n=179

Completed screening
n=175

(4 absent)

Completed baseline
assessment

n=170
(5 absent)

Completed 6-month
assessment

n=153
(15 absent,

1 not completed,
1 left school)

Completed 12-month
assessment

n=153
(10 absent,
7 left school
or absent)

Resourceful Adolescent
Programme

n=344

Completed screening
n=329

(11 absent,
3 not completed,
1 withdrawn)

Completed baseline
assessment

n=312
(12 absent,

2 not completed,
3 withdrawn or
left school)

Completed 6-month
assessment

n=285
(23 absent,
4 withdrawn
or left school)

Completed 12-month
assessment

n=272
(26 absent,

14 withdrawn
or left school)

Usual PSHE
n=190

Completed screening
n=160

(27 absent,
2 not completed,
1 withdrawn)

Completed baseline
assessment

n=142
(18 absent)

Completed 6-month
assessment

n=114
(28 absent)

Completed 12-month
assessment

n=64
(25 absent,

41 left school,
1 not completed)

Ineligible: n=33
(26 not attending

school or PSHE lessons:
7 unable to contact)

Did not assent/consent:
n=88

(25 parents refused,
63 young people refused)

Fig. 1 Study profile. PSHE, personal, social and health education.

Table 2 Short Mood and Feelings Questionnaire completion
rates

RAP
(n=344)

Attention
control
(n=179)

Usual PSHE
(n=190)

Screening
All items complete 326 171 15
One or more missing 2 4 3
Students absent 16 4 30

Baseline
All items complete 311 172 169
One or more missing 7 1 0
Students absent 26 6 21

6 months
All items complete 301 158 141
One or more missing 5 0 0
Students absent 38 21 49

12 months
All items complete 291 157 75
One or more missing 1 3 0
Students absent 52 19 115

PSHE, personal, social and health education; RAP, Resourceful Adolescent Programme.



Overlap between RAP and usual PSHE

Assessment of the contents of RAP and usual PSHE by lesson
facilitators on a 5-point scale showed significant between-group
differences on most variables (Table 4). The RAP facilitators rated
the coverage of self-esteem, emotional awareness and positive
thinking significantly higher compared with the PSHE facilitators,
who gave highest ratings to the coverage of topics traditionally
covered in this subject (bullying, smoking, drugs, alcohol, sex
education, ethical issues, diversity, religion and citizenship). There
was no significant difference between the groups in the specific
focus on depression, although RAP facilitators rated the direct
focus on mental health more highly.

Acceptability of RAP

Student feedback

Individual semi-structured interviews were undertaken with nine
year 8 and ten year 10 students who took part in RAP. Overall
feedback was supportive, with students liking the programme
content, positive focus and the way in which the individual
sessions built upon each other. A year 10 student commented:

‘I’m sort of a negative person but it made me realise what maybe I need to improve
things.’

Another reported:

‘I’m quite negative so it’s made me think about maybe sort of changing how I think.’

Similar comments were reported by year 8 students, for example:

‘It made people think a bit more about how they could help themselves when they’ve
been sad.’

The accompanying workbook was liked by most younger students.
For example:

‘The layout was good and the design fantastic.’ (year 8 student)

Some older students thought that it was pitched at a younger level:

‘I think it might have been a little childish because of some of the animations.’ (year 10
student)

Some students expressed a preference for more activities, role
plays and discussions:

‘Like we did the role playing stuff to get everybody involved and contributing.’ (year 8
student)

The video clips were seen as outdated and unclear:

‘They were helpful but just a bit old.’ (year 10 student)

The sessions that students found most helpful were those focusing
on problem-solving, emotional recognition, the connection
between thoughts and feelings, thought checking and relaxation.
Those that focused on identifying and changing unhelpful
thoughts were seen as repetitive and the support network session
was considered by some to be too long:

‘I thought it was a good message but they shouldn’t have taken a whole lesson to do
it.’ (year 8 student)

Teacher feedback

A focus group was undertaken with the eight teachers whose
classes received RAP. Initially teachers were concerned about
addressing mental health in a group but by the end of the
programme felt reassured:
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Table 3 Scores on the Short Mood and Feelings Questionnaire (SMFQ) of students at risk of depression in each study group

SMFQ score, mean (s.d.)

Screening Baseline 6 months 12 months

RAP group 11.89 (5.31) (n=93) 11.00 (4.96) (n=93) 9.86 (6.46) (n=86) 9.03 (7.03) (n=78)

Attention control group 11.88 (5.77) (n=48) 12.22 (6.26) (n=48) 12.13 (6.26) (n=39) 10.32 (6.39) (n=40)

Usual PSHE group 10.40 (4.48) (n=50) 10.66 (4.89) (n=50) 8.24 (4.79) (n=34) 9.05 (6.03) (n=20)

PSHE, personal, social and health education; RAP, Resourceful Adolescent Programme.

Table 4 Comparison between the Resourceful Adolescent Programme (RAP) and attention control content

RAPa Attention controla
Difference in mean scores

n Mean (s.d.) n Mean (s.d.) (95% CI)

How much were interpersonal relationships covered in this lesson? 279 2.83 (1.18) 128 2.02 (1.45) 0.81 (0.54 to 1.07)

How much was bullying covered in this lesson? 278 0.38 (0.66) 128 0.97 (1.38) 70.59 (70.79 to 70.39)

How much was self-esteem covered in this lesson? 279 1.59 (1.37) 128 0.88 (1.11) 0.71 (0.45 to 0.99)

How much were feelings/emotions covered in this lesson? 279 3.22 (0.95) 128 1.20 (1.21) 2.02 (1.80 to 2.24)

How much was smoking covered in this lesson? 279 0.12 (0.38) 128 0.81 (1.42) 70.69 (70.87 to 70.51)

How much were drugs covered in this lesson? 279 0.19 (0.51) 128 1.40 (1.82) 71.21 (71.44 to 70.97)

How much was alcohol covered in this lesson? 279 0.25 (0.52) 128 0.91 (1.40) 70.66 (70.85 to 70.48)

How much were sex and/or contraception covered in this lesson? 279 0.18 (0.49) 128 0.91 (1.61) 70.73 (70.93 to 70.52)

How much were ethical issues covered in this lesson? 279 0.31 (0.84) 128 0.54 (1.15) 70.23 (70.43 to 70.28)

How much were green issues covered in this lesson? 279 0.01 (0.12) 128 0.00 (0.00) 0.01 (70.01 to 0.03)

How much were diversity and ethnicity covered in this lesson? 278 0.18 (0.54) 128 0.88 (1.58) 70.70 (70.90 to 70.48)

How much was religion covered in this lesson? 278 0.07 (0.25) 128 0.72 (1.39) 70.65 (70.82 to 70.48)

How much was problem-solving covered in this lesson? 278 2.67 (1.22) 128 1.65 (1.17) 1.02 (0.77 to 1.28)

How much was thinking in positive ways covered in this lesson? 278 2.92 (1.07) 172 0.98 (0.96) 1.94 (1.73 to 2.17)

How much was citizenship covered in this lesson? 279 0.16 (0.48) 128 1.17 (1.27) 71.01 (71.18 to 70.84)

How much was depression covered in this lesson? 279 0.83 (0.98) 128 0.72 (1.08) 0.11 (70.10 to 0.33)

Overall, how engaged were students with this session? 279 3.06 (0.86) 128 2.30 (1.22) 0.76 (0.54 to 0.97)

How much did this session directly focus upon mental health issues? 279 2.27 (0.99) 128 0.69 (0.89) 1.58 (1.38 to 1.78)

a. Scored on a 5-point scale (0, not at all; 4, a lot).



‘I thought it was brilliant to be honest. I really enjoyed it. I mean I must admit I – we –
sort of had a bit of conversation a few months back. I had a few concerns really.
Probably from the lack of my understanding perhaps more than anything.’

The teachers were positive about the programme facilitators leading
the sessions and the way in which assessment were conducted. They
felt the concepts in the programme were memorable for themselves
as well as for the students:
‘I don’t know about you but I find myself going home thinking this is self-talk, I’m falling
into a negative thinking trap [laughter]. You do find yourself saying ‘‘I’m snowballing’’,
but you know they really latched onto those key words.’

‘I thought my year eights weren’t engaged at all – I’ve got some interesting characters
– and then the last session that I had they did a recap of the whole thing and someone
in that group could remember every single part [of the programme].’

It was felt that the benefits of the programme might not necessarily
be obvious immediately, but that the skills students acquired could
be useful as and when they encountered problems in their lives:
‘I think a lot of what’s in here actually the students wouldn’t have been conscious of
absorbing it until they need it.’

Teachers liked the content of the programme but at times felt it
was pitched more towards the younger students (year 8) and
may not have stretched the most able students:
‘I think for some of our brighter students [the workbook] would almost be slightly
patronising.’

Teachers also raised concerns about the ability of less able students
to engage with RAP:
‘Although they remembered some of the concepts, the lessons seemed very similar
to them and actually they weren’t able to separate [the concepts] in their mind
because they weren’t some of the more able students. They weren’t able to separate,
you know, the different kind of techniques they were being given.’

Disruptive student behaviour was also a major issue, particularly if
students became disengaged (e.g. with some of the older video
clips) and where there was a large amount of group discussion
involved for students who were not used to learning in this way.
In classes where disruptive behaviour was a problem, moving
between small-group and whole-class activities was difficult to
manage. The ability of facilitators to manage student behaviour
came to light as a salient issue during this feasibility study. The
additional support from external staff was viewed as essential,
particularly with regard to working with large classes and being
able to manage the small group activities:
‘If I’m being honest about whether this would work as it stands as a programme,
without the support that we’ve had it wouldn’t. I don’t think it would be possible in
a class of twenty-five plus to run the kind of discussions that we’ve needed to run
the programme.’

In terms of delivery the teachers felt that the sessions were some-
times repetitive, and they had many ideas about how sessions
could be more interactive and engaging, such as making the
graphics in the workbooks more age-appropriate, updating some
of the materials (particularly the video clips), and using more
practical tasks in addition to the discussions.

Discussion

Schools offer a convenient location for the widespread dissemination
of mental health prevention programmes for children and
adolescents. However, although schools provide a natural focus
for prevention, little attention has been paid to the feasibility of
delivering such interventions within educational settings and
whether methodologically robust evaluations are possible within
this context. This feasibility study has demonstrated that the
delivery and evaluation of a school-based depression prevention
programme is practical within the UK educational context. In
the school studied, 96% of students on roll were actually attending
school and able to access and potentially benefit from the
interventions. The complete nine-session Resourceful Adolescent
Programme was delivered to all but one class with 95% of sessions

being delivered as intended by two trained facilitators. Of the
students who received RAP, almost 90% attended seven or more
of the nine sessions. However, in this pilot study RAP was
delivered to only two of the school year groups and it is unclear
whether delivery and attendance rates would be similar for the
other year groups. Indeed, delivering to year 11 students might
be particularly problematic as the main focus for these students
is on preparing for their GCSEs. Nonetheless, these results are
encouraging and suggest that the majority of students in
secondary school would be able to access and receive sufficient
dosage from mental health prevention programmes.

Comparison groups

Providing appropriate comparison groups against which active
interventions can be assessed in schools is challenging. Schools
need to ensure that they deliver the national curriculum and
inevitably there will be some overlap in content with more focused
mental health programmes. Facilitator ratings completed at the
end of each session revealed no difference between the RAP and
enhanced groups in the specific focus on depression, although
there were significant between-group differences in other aspects
of content. The RAP is based on CBT, with facilitators rating
the emphasis on emotional awareness and positive thinking
significantly more highly than those facilitating the usual PSHE
group. This suggests that the content of RAP and PSHE are
sufficiently different and that PSHE as provided by the school is
an acceptable comparator against which focused mental health
prevention programmes can be compared.

Methodology

In terms of research methodology the consent process was both
practical and acceptable, with consent to complete study
assessments approaching 90%. Retention rates declined over time,
although 78% were retained at the 12-month follow-up. Retention
rates of year 11 students were the lowest (45%) as many had left
school. Alternative ways of contacting older students, such as
mobile telephones, email and putting the assessments online, will
be considered to maximise retention in the main trial. In relation
to assessment measures, there were few missing data on the
primary outcome measure, suggesting that it is acceptable to
students. The criteria for classifying students as ‘at risk’ in terms
of severity and persistence of symptoms resulted in approximately
30% of students being identified. This is higher than predicted
(20%) but nonetheless appears an acceptable alternative to
undertaking diagnostic assessments to identify students with
elevated and persistent symptoms of low mood.

Future research

The session contents and exercises will be modified in the light of
the qualitative feedback to ensure that the materials are engaging,
appealing and relevant to all age groups. Greater emphasis also
needs to be placed on working in a school environment with
whole classes and on working alongside teachers during training
and supervision of facilitators.

To conclude, these results support the premise that universal
depression prevention programmes delivered in schools have the
potential to reach the majority of students. Delivery by external
health personnel is feasible and the intervention was viewed as
acceptable by students and teaching staff. There were some concerns
about the developmental pitch of the materials and a particular
problem in retaining year 11 students. This study has achieved
good recruitment, reasonable retention and usual PSHE appear
sufficiently different to RAP provide an appropriate comparator.
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Further research is now required to determine the effectiveness of
depression prevention programmes delivered in schools.
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Borderline personality disorder (BPD) is a severe mental disorder
that is characterised by a pervasive pattern of impulsivity,
emotional instability, interpersonal dysfunction and disturbed
self-image.1 It affects 0.7–2.7% of the general adult population,2,3

9.3–22.5% of people receiving psychiatric out-patient treatment,
and in some settings over 40% of in-patients.4 The outcome of
this disorder in adulthood is now reliably characterised by
attenuation of diagnostic criteria over time, but with severe and
continuing functional disability across a broad range of domains
that is comparable to or greater than that associated with many
mental state disorders.5,6 People with the disorder also have
continuing high rates of health service use,7,8 and a suicide rate
of around 8%.9 Although effective interventions exist for
adults,10–12 the overall outcomes from such interventions are
modest and their availability is limited.

Disorder in young people

Despite long-standing general agreement that personality disorders
have their roots in childhood and adolescence,13 diagnosing these
disorders prior to age 18 years has been more controversial than
diagnosing them in adults;14 however, this is no longer justified.15

Borderline personality disorder is increasingly seen as a lifespan
developmental disorder,16 which is just as reliable and valid in
adolescence as it is in adulthood,17,18 is not reducible to Axis I
diagnoses,19 and can be identified in day-to-day clinical practice.20

When the diagnosis is applied, BPD occurs in approximately 3%
of community-dwelling teenagers and young people.21,22 Indeed,
BPD might be better considered as a disorder of younger people,
with a rise in prevalence from puberty and a steady decline with
each decade from young adulthood.23–25 Limited data suggest that
BPD occurs in up to 22% of adolescents and young adults
receiving out-patient treatment.20,26 Borderline personality
disorder (or its dimensional representations) in young people
demarcates a group with high morbidity and a particularly poor
outcome. This disorder uniquely and independently predicts
current psychopathology, general functioning, peer relationships,
self-care and family and relationship functioning.19 It also
uniquely predicts poor outcomes up to two decades into the
future, such as a future BPD diagnosis, increased risk of Axis I

disorders (especially substance use and mood disorders),
interpersonal problems, distress and reduced quality of life.27–29

Prevention and early intervention

The above data suggest that BPD is a leading candidate for
developing empirically based prevention and early intervention
programmes because it is common in clinical practice, it is among
the most functionally disabling of all mental disorders, it is often
associated with help-seeking (cf. schizotypal or antisocial
personality disorder),30 and it has been shown to respond to
intervention even in those with established disorder. Moreover,
BPD can be reliably diagnosed in its early stages and it demarcates
a group with high levels of current and future morbidity and
mortality. Data also suggest considerable flexibility and
malleability of BPD traits in youth,31 making this a key
developmental period during which to intervene, and adolescent
BPD features have been shown to respond to intervention.32,33

Aims of prevention and early intervention

Prevention and early intervention for BPD should primarily aim
to alter the life-course trajectory of young people with borderline
personality pathology by attenuating or averting associated
adverse outcomes and promoting more adaptive developmental
pathways. It should not be narrowly focused on the diagnostic
features of BPD, as these naturally attenuate over time. Antisocial
personality disorder provides a useful model for such purposes.
There is a remarkable amount of information about childhood-
onset and adolescent-onset conduct disorder and the developmental
pathways leading to antisocial personality disorder, along with
associated outcomes such as substance misuse, mental disorders
and poor physical health.34 These data logically give rise to
potential ‘universal’, ‘selective’ and ‘indicated’ preventive inter-
ventions,35 along with early intervention for the established
phenotype.36,37 Although the time course and form of early
manifestations of BPD are likely to differ from those of antisocial
personality disorder, the two disorders have substantial pheno-
typic overlap, and similar objectives might be realised for BPD

s24

Prevention and early intervention for borderline
personality disorder: current status and recent
evidence
Andrew M. Chanen and Louise McCutcheon

Summary

Borderline personality disorder (BPD) is a leading candidate
for developing empirically based prevention and early
intervention programmes because it is common in clinical
practice, it is among the most functionally disabling of all
mental disorders, it is often associated with help-seeking,
and it has been shown to respond to intervention, even in
those with established disorder. Moreover, it can be reliably
diagnosed in its early stages and it demarcates a group with
high levels of current and future morbidity and mortality.

Data also suggest considerable flexibility and malleability of
BPD traits in youth, making this a key developmental period
during which to intervene. Novel indicated prevention and
early intervention programmes have shown that BPD in
young people responds to intervention. Further work is
required to develop appropriate universal and selective
preventive interventions.
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through identifying appropriate risk factors and antecedents for
intervention.

Risk factors

Findings from prospective longitudinal studies of community
samples and studies of young people with borderline pathology
suggest a variety of genetic, neurobiological, psychopathological
and environmental risk factors for BPD. A fundamental drawback
of these data is that their specificity for the disorder appears to be
limited.

Heritability estimates for BPD (or its dimensional repre-
sentations) are around 40%.38–40 No specific gene has been
identified as causative of BPD and findings from molecular
genetic studies have been difficult to replicate.41 Evidence supports
both gene–environment interaction and correlation in the
development of BPD.42 This means that individuals with a
‘sensitive’ genotype are at greater risk of the disorder in the
presence of a predisposing environment. Furthermore, the genes
that influence BPD features also increase the likelihood of being
exposed to certain adverse life events. So-called comorbidity of
BPD with other disorders might also be due to gene–environment
correlation: for example, the genetic and environmental
correlations between adult BPD traits and adult attention-deficit
hyperactivity disorder (ADHD) symptoms support a shared
aetiology.40

Frontolimbic network abnormalities have been associated with
many of the features of BPD in adults,1 but it is unclear whether
these findings are a cause, an effect or an epiphenomenon of the
disorder.43 In order to be implicated in the aetiology such
abnormalities should be present early in the course of the disorder.
Thus far, three structural neuroimaging studies have compared
adolescents with BPD with healthy control participants.43–45 They
found reduced orbitofrontal cortex and anterior cingulate cortex
volumes,43–46 but not reduced hippocampal or amygdala volumes
(which have been widely reported in adult BPD).47 One study also
included a non-BPD clinical comparison group and found similar
changes in this group (compared with healthy control
participants),44 suggesting that the findings might not be specific
to BPD. Although hypothalamic–pituitary–adrenocortical (HPA)
axis findings in BPD have been contradictory,48 individuals with
this disorder have an attenuated cortisol response to acute stress
compared with a healthy control group,49 and this has also been
found in adolescents who self-harm.50 More numerous parasuici-
dal behaviours in adolescents with first-presentation BPD were
associated with increased pituitary volumes,51 suggesting greater
activation of the HPA axis. Therefore, it is possible that prolonged
activation of the HPA axis in individuals with chronic stress might
induce HPA axis hyporesponsiveness, providing a possible
developmental pathway to BPD. Adolescent patients with BPD
show stronger orienting to negative emotional stimuli than
healthy comparison participants but this does not appear to be
specific to the disorder.52 Adolescent borderline pathology has also
been linked to an inability to disengage attention from negative
facial expressions during attentional maintenance when in a
negative mood.53 However, one study of young people (15–24
years old) with BPD showed no evidence of heightened sensitivity
to emotional facial expressions, compared with a community
control group.54 Young people with borderline pathology have
been found to have an impaired capacity to differentiate and
integrate the perspective of the self with the perspectives of others
(social perspective coordination),55 along with impairments in
theory of mind (mentalising) due to overinterpretive mental state
reasoning, rather than the reduction or loss of theory of mind
capacity per se.56 They have also been found to have a preference

for immediate gratification and a tendency to discount
longer-term rewards, which might be related to trait
impulsivity.57

Taken together, these findings provide interesting clues but
no clear and consistent target for intervention. Prospective,
longitudinal data are more consistent in demonstrating that a
range of childhood and parental demographic characteristics,
adverse childhood experiences, early relational difficulties,
parental problems and forms of maladaptive parenting are risk
factors for adolescent and adult BPD.

Although there is a strong association between BPD and
adverse childhood experiences,58 the precise aetiological role of
childhood adversity remains unclear because putative risk factors
such as childhood abuse, adverse familial environment and a
family history of psychopathology are highly intercorrelated.59

One study has demonstrated that the association between life
events and BPD features can be explained by shared genetic
influences, causal effects and an interaction between genes and
environment, depending on the type of life event.42 Specific data
on prospectively assessed risk factors for BPD are still insufficient,
with the Children in the Community (CIC) study being the only
study to have published prospective risk factors over multiple
waves from childhood through to adulthood.27 A series of CIC
publications report childhood abuse or neglect, childhood and
parental demographic characteristics, maladaptive parenting and
maladaptive school experiences as risk factors for adolescent and
adult personality disorder.27,60 Prospective longitudinal data have
found that childhood physical abuse, sexual abuse and neglect,61

along with low socioeconomic status of the family of origin,62

are independently associated with elevated features of BPD up
to two decades later. Also, maternal inconsistency in child-rearing
in the presence of high maternal overinvolvement,63 maladaptive
parenting behaviour present during the child-rearing years,64 early
separations of offspring from their mothers before age 5 years,65

and early relational experiences including attachment
disorganisation and maltreatment, maternal hostility and
boundary dissolution, family disruption related to father’s
presence and family life stress,66 all predict elevations in BPD
features 2–30 years later.

Precursor signs and symptoms

Prospective longitudinal data indicate that certain temperamental
characteristics and early-onset mental state or behavioural
problems that are analogous to characteristics of BPD are
precursors to the emergence of the BPD phenotype but do not
predict its onset with certainty. These include ADHD,
oppositional defiant disorder, conduct disorder, substance use,
depression and self-harm, along with the actual features of BPD.
However, it is technically imprecise to refer to many of these
phenomena as ‘risk factors’,67 as these same phenomena are later
used to define personality disorder. Eaton et al refer to the signs
and symptoms from a diagnostic cluster that precede a disorder
but do not predict its onset with certainty as ‘precursor signs
and symptoms’.68

Maternal reports of childhood temperament are related to
BPD in adolescence or adulthood, up to 30 years later.65,66

Substance use disorders during adolescence – particularly alcohol
use disorders – also specifically predict young adult BPD,69,70 and
there are strong prospective data that disturbances in attention,
emotional regulation and behaviour, especially the disruptive
behaviour disorders (conduct disorder, oppositional defiant
disorder, ADHD) in childhood or adolescence are independent
predictors of young adult BPD.66,71,72 Moreover, in one study
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the rate of growth in ADHD scores from age 10 to 13 years and the
rate of growth in oppositional defiant disorder scores from age 8
to 10 years uniquely predicted higher BPD symptoms at age 14
years, suggesting that for adolescent BPD symptoms, difficulties
with emotion regulation and relationships might precede
problems with impulse control.71

Self-harm is a core feature of BPD,1 and retrospective reports
from adults with the disorder indicate childhood onset of
self-harm in more than 30% and adolescent onset in another
30%.73 However, it is surprisingly underresearched as a potential
precursor to BPD. Although self-harm is relatively common
among adolescents and young adults,74 and is associated with a
range of clinical syndromes, there is evidence that repetitive
self-harm (which is less frequent) might differ from occasional
self-harm.75 Borderline personality disorder can be diagnosed in
the majority of adolescent girls receiving in-patient treatment
for self-harm,76 and the likelihood of meeting the diagnosis of
BPD is greater in adolescents endorsing both self-harm and
suicide attempts compared with individuals reporting self-harm
or suicide attempts alone.77 Also, the number of BPD criteria
met is predictive of whether or not an adolescent has engaged
in self-harm or attempted suicide.78

There is now clear evidence that dimensional representations
of BPD features have similar stability in adolescence and
adulthood.17 Evidence is emerging that the underlying dimensions
of these features (conceptualised as impulsivity, negative
affectivity and interpersonal aggression) are also stable in
children.79,80 Only the CIC has specifically measured childhood
or adolescent features of personality disorder as a predictor of later
personality disorder over multiple assessments from childhood to
adulthood.27 Personality disorder symptoms in childhood or
adolescence were the strongest long-term predictors, over and
above disruptive behaviour disorders and depressive symptoms,
of later DSM-IV cluster A, B or C disorders.27,81–83 Overall, the
CIC data support a normative increase in BPD traits after puberty,
perhaps bringing the problems associated with this disorder to
clinical attention. As this wanes in early adulthood, partly due
to maturational or socialisation processes,27 a group is revealed
that is increasingly deviant compared with their peers,84 and
perhaps conforms more to the ‘adult’ BPD phenotype. This
suggests that young people displaying BPD features are a major
group from which the adult phenotype arises. In short, signs
and symptoms might appear from childhood through to
adolescence that resemble aspects of the BPD phenotype and
presage its later appearance in adolescence or emerging adulthood.
Certain early temperamental and personality features, internal-
ising and externalising psychopathology and specific BPD criteria
are all candidate precursor signs and symptoms. However, more
work needs to be done to gain a better understanding of the part
these factors play in the developmental pathways to BPD and to
increase their specificity for the disorder.

What form should intervention take?

Stand-alone universal (whole population) prevention of BPD is
not currently feasible because the condition is not sufficiently
prevalent to justify whole-population approaches, and it is unclear
what form of intervention would be appropriate. Similarly,
selective prevention (targeting those with risk factors for BPD)
is currently impractical because many of the risk factors
(particularly environmental factors) more commonly lead to, or
are associated with, outcomes other than BPD (multifinality).85

This should not diminish the importance of intervention for some
risk factors (e.g. child abuse and neglect) as primary objectives

because they are undesirable, immoral or unlawful. However,
many factors such as poverty require major social and political
change and are unlikely to have a major impact on BPD
prevention in the near future. Also, it is difficult to design studies
with adequate statistical power to demonstrate the efficacy or
effectiveness of universal and selective prevention.86 Some of these
problems would be overcome if current universal and selective
programmes (e.g. parent training programmes) were to measure
multiple syndromes as outcomes, and the above data constitute
a strong case for including BPD as one of these syndromes.

The data reviewed above suggest that ‘indicated prevention’ is
currently the ‘best bet’ for prevention of BPD.17 This targets
individuals displaying precursor (early) signs and symptoms of
the disorder. Although the BPD phenotype is not clearly
identifiable in children, its underlying dimensions can be
measured, appear to be relatively stable and could be directly
targeted. Moreover, typical child and adolescent psychopathology
(e.g. disruptive behaviour disorders, self-harm, substance use and
depressive disorders) might additionally be regarded as targets for
indicated prevention of BPD, rather than separate domains of
psychopathology that might then be renamed in adulthood. Two
programmes, described below, have been developed that directly
target subsyndromal borderline pathology in adolescents,32,33,87

while concurrently targeting syndromal BPD.

Early detection and intervention

Early detection and intervention for BPD are now justified and
practical in adolescence and emerging adulthood,15,20 and novel
early intervention programmes have been developed and
researched in Australia and The Netherlands.32,33,87 Such
programmes should be differentiated from conventional BPD
treatment programmes that are applied to individuals who have
established, complex and severe disorder but happen to be less
than 18 years old. Intervention for this latter group should now
be considered part of routine clinical practice in adolescent mental
health.15

Principles of early intervention

The Australian Helping Young People Early (HYPE) and Dutch
Emotion Regulation Training (ERT) treatment programmes have
several features in common.33,87 They have broad inclusion
criteria, with limited exclusions for co-occurring psychopathology
(which is common in BPD). They view BPD dimensionally,
combining subsyndromal (indicated prevention) and syndromal
(early intervention) disorder. Borderline and other personality
disorders are carefully diagnosed, often supported by semi-
structured interview. Both HYPE and ERT are time-limited, being
16–24 and 17 sessions long respectively. Both have adapted
interventions designed for adults with BPD to make them
developmentally suitable. The HYPE programme uses cognitive–
analytic therapy,88 whereas ERT uses Systems Training for
Emotional Predictability and Problem Solving (STEPPS).89 The
major difference between these programmes is that ERT is
delivered in a group format as an adjunct to treatment as usual,
whereas HYPE employs a comprehensive, team-based, integrated
intervention. In a randomised controlled trial, ERT plus treatment
as usual was not substantially different from treatment as usual
alone.33 In contrast, a quasi-experimental comparison of the
HYPE intervention and treatment as usual found that HYPE
achieved faster rates of improvement in internalising and
externalising psychopathology and lower levels of psychopathology
at 2-year follow-up.90 This suggests that some or all of the
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elements of a team-based, integrated intervention might be
important for early intervention, and matches clinical experience
working with this population. In HYPE, these elements include:

(a) assertive, ‘psychologically informed’ case management
integrated with the delivery of individual psychotherapy;

(b) active engagement of families or carers, with psychoeducation
and time-limited family intervention, using the same model as
individual psychotherapy;

(c) general psychiatric care by the same team, with specific assess-
ment and treatment of co-occurring psychiatric syndromes
(comorbidity), including the use of pharmacotherapy, where
indicated for such syndromes;

(d) capacity for outreach care in the community, with flexible
timing and location of intervention;

(e) crisis team and in-patient care, with a clear model of brief and
goal-directed in-patient care;

(f) access to a psychosocial recovery programme (shared with
other programmes at Orygen Youth Health);

(g) individual and group supervision of staff;

(h) a quality assurance programme.

Remaining barriers and potential risks

Despite evidence of sufficient reliability and validity for the BPD
diagnosis in young people, stigma is a lingering barrier to its early
diagnosis in day-to-day clinical practice. Borderline personality
disorder is highly stigmatised among professionals,91 and it is also
associated with patient ‘self-stigma’.92 This fuels the perception
that the diagnosis is ‘controversial’,14 and experience suggests that
many clinicians will deliberately avoid using the diagnosis in
young people with the aim of ‘protecting’ individuals from harsh
and/or discriminatory practices. Although concerns about stigma
are genuine and the response is well intentioned, this practice runs
the risk of perpetuating negative stereotypes, reducing the
prospect of applying specific beneficial interventions for the
problems associated with BPD and increasing the likelihood of
inappropriate diagnoses and interventions and iatrogenic harm
(such as polypharmacy). The National Institute for Health and
Clinical Excellence (NICE) guideline for BPD supports the
diagnosis of this disorder in adolescents,15 and the forthcoming
revisions of the ICD and DSM classification systems are both
proposing to remove age-related caveats on the diagnosis of
personality disorders.93,94 Moreover, the ICD (and possibly the
DSM) will include the identification of subthreshold personality
pathology. These innovations foster not only the early diagnosis
of BPD but also the identification of subthreshold disorder,
supporting the aims of indicated prevention and early inter-
vention. However, this will bring into the clinical realm young
people (and adults) who might once have been considered
‘colourful’, and potential benefits are accompanied by potential
risks associated with ‘medicalising’ common problems – risks that
are not confined to the field of personality disorders.

Future perspectives

Borderline personality disorder should now be seen as a lifespan
developmental disorder with substantial ramifications across
subsequent decades. Consequently, intervention at any stage
should aim to alter the life-course trajectory of the disorder, not
just its diagnostic features. There is now sufficient evidence to
support diagnosing and treating BPD when it first appears as

routine clinical practice. This has already been adopted by the
NICE guideline for BPD and it is likely to be supported by the
ICD-11 and DSM-5. There are also data showing that targeting
subsyndromal borderline pathology through indicated prevention
is a promising approach and that the benefits of intervention
appear to outweigh the risks. However, this approach requires
further development and evaluation over longer periods in order
to ensure that there are no significant ‘downstream’ adverse effects.

Indicated prevention and early intervention also offer a
unique platform for investigating BPD earlier in its developmental
course, where duration of illness factors that complicate the
psychopathology and neurobiology of the disorder can be
minimised. This might make more sense of the confusing array
of biological and psychopathological research findings for the
disorder. In the future a more detailed understanding of risk
factors, precursors, pathways and mechanisms for the
development of BPD might enable the development of universal
or selective preventive approaches, but these are likely to require
the joint effort of research groups aiming to prevent the range
of major mental disorders. ‘Clinical staging’ for BPD,95 which is
analogous to disease staging in general medicine, offers a potential
integrating framework for selecting appropriate interventions and
predicting outcome. A key implication of such an approach is that
treatment needs will differ by phase or stage of disorder, with the
possibility that interventions might be more benign and/or
effective in earlier phases.
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National mental health policies in the new century will
increasingly seek to explore preventive strategies and better reflect
the pattern of mental ill health across the lifespan. This pattern is
essentially the mirror image of that seen in physical illness, with
the peak age at onset and need for initial care for mental disorders
occurring in adolescence and early adulthood.1,2 Australian
National Mental Health Survey data have revealed that young
people not only have the highest incidence and prevalence of
mental illness across the lifespan, they also manifest the worst
service access of any age group, with only 21.8% of Australians
between 16 and 24 years of age with a diagnosable mental disorder
accessing professional help.3 Alarmingly, only 13% of young men
with a mental disorder accessed mental healthcare.3 Recent data
from New Zealand and the USA reveal rates of 50% incidence
between ages 12 and 25 years and 40% 12-month prevalence
between ages 13 and 18 years.4,5 Much of this mental ill health
is persistent and causes serious functional impairment which
has lasting impacts. Hence, although it might be tempting to
dismiss this phenomenon as ‘overdiagnosis’, the facts do not
support this. An equally important influence on service culture
and structure has been the changing experience of the
developmental transition from childhood to adulthood in the
21st century.6 Emerging adulthood is now a more prolonged
and unstable developmental stage with novel aspects, yet with
increased risks of mental ill health.6 The world has changed
dramatically in recent decades and young people are not only in
the vanguard of these changes, but are also bearing the burden
associated with them.7

Our existing services are manifestly not providing access or
appropriate care. Both child and adolescent mental health services
(CAMHS) and adult mental health services (AMHS) provide
delayed and heavily restricted access to services for a small
subgroup of people with severe and complex disorder, whose
developmental and family needs are not met in a holistic manner
across the age range, with the artificial boundary at age 18 years a
major barrier. The challenge we face is therefore a matter of scale,
scope, culture and expertise. Redesign and transformational
change are needed. Although the status quo is a tenacious
opponent, we should also recognise that our service models have
shallow roots. Current AMHS are recent successors to the purely
bed-based 19th-century asylum system, and clinically continue

to adopt a similar focus in most jurisdictions. The CAMHS system
is essentially a recent extension of a quite different tradition, the
child guidance model. Admirably, it has sought to fill a huge
gap and extend coverage through adolescence to the lower reaches
of the adult system. Despite the best will in the world, this mimicry
of the paediatric/adult divide of general healthcare has not been
successful, as the work of Singh et al has illustrated in the UK.8 There
is not only a clash of history and culture, but practically speaking a
yawning gap into which many young people and their families
are falling every day around the world. The current system is
weakest where it needs to be strongest. This is not a situation
where incremental change is likely to work, because the
fundamentals of any new system need to be right. Although the
existing service structures are fundamentally flawed, the challenge
of designing stigma-free services with a better match to the
emerging needs of young people should not be underestimated.
We describe here three recently evolving services from Australia,
Ireland and the UK that have attempted, in their different
healthcare contexts, to redefine service structures for young people
up to 25 years old in the light of this emerging evidence.

Innovation in youth mental health

It is possible to describe a set of key features, principles and targets
for the redesign of services to better meet the needs of young
people; these may be summarised as follows:

(a) youth participation at all levels, essential to create youth-
friendly, stigma-free cultures of care;

(b) a holistic, preventive and optimistic stance with sequential/
stepwise care governed by risk/benefit and shared decision-
making principles;

(c) early intervention, social inclusion and vocational outcomes as
core targets;

(d) care reflecting both the epidemiology of mental ill health in
young people and the new developmental culture of emerging
adulthood in the early 21st century;

(e) elimination of discontinuities at peak periods of need for care
and developmental transition;
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Summary
Despite the evidence showing that young people aged 12–25
years have the highest incidence and prevalence of mental
illness across the lifespan, and bear a disproportionate share
of the burden of disease associated with mental disorder,
their access to mental health services is the poorest of all
age groups. A major factor contributing to this poor access is
the current design of our mental healthcare system, which is
manifestly inadequate for the unique developmental and
cultural needs of our young people. If we are to reduce the
impact of mental disorder on this most vulnerable population

group, transformational change and service redesign is
necessary. Here, we present three recent and rapidly
evolving service structures from Australia, Ireland and the
UK that have each worked within their respective healthcare
contexts to reorient existing services to provide youth-
specific, evidence-based mental healthcare that is both
accessible and acceptable to young people.
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(f) positive and seamless linkages with services for younger
children and older adults.

The service models described here all seek to address some or
all of these issues. It is important to note that each of these
descriptions can be assigned to one of two tiers: an enhanced
primary care level, which has extensions into many community
domains; and a specialist youth mental health level, which
enables acute, complex and potentially more severe and enduring
forms of mental ill health to be responded to in a timely and
developmentally appropriate manner.

Australia

Australia is experiencing a new wave of mental health reform within
which transformational change in youth mental health is one of the
key growth points. Reform is occurring at both the primary and
specialist care levels within the complexities of the federal/state
governmental system. The Royal Australian and New Zealand
College of Psychiatrists has established a special interest group
in youth mental health to create new professional interest,
knowledge and skills in this emergent field and to help meet work-
force needs within the expanding service system described below.

Headspace

Headspace, the National Youth Mental Health Foundation
(www.headspace.org.au/), is an enhanced primary care model
for youth mental healthcare in Australia. It was established by
the Australian federal government in 2006, with the mission to
promote and support early intervention for young people aged
12–25 years with mental ill health.9 The major part of its mandate
was to establish youth-friendly, highly accessible centres that target
young people’s core health needs by providing a multidisciplinary
enhanced primary care structure or ‘one-stop shop’, with close
links to locally available specialist services and schools and many
other community-based organisations. These centres are not
designed to substitute for existing primary care services, but rather
to complement them by encouraging young people to access an
enhanced form of primary care as early as possible. The provision
of a youth-friendly environment is vital as this is rarely available in
standard primary care or the specialist mental health systems, and
provides a soft entry point that is more appealing and effective in
attracting distressed or struggling young people into the service
without labelling or prematurely medicalising the problem.

Consulting for physical health problems is an important part
of the Headspace mandate. This is because the physical health
services provide a stigma-free access point to the scheme for
young people, as well as continuity of care for their mental health
problems. It also goes some way towards addressing the
comorbidity of physical and mental health problems. The
evaluation study of Headspace revealed that the physical health
services were popular with the young people who used the
service,10 and that 62% of the young people surveyed as part of
the in-depth evaluation process of the study reported improved
physical health since using the service. Furthermore, both
clinicians and young people reported that it was extremely useful
to have medical and counselling services co-located as this not
only encouraged young people to seek help, but also increased
the likelihood that they would follow the medical advice that they
were given. Young people said they would be more likely to take
advice from Headspace clinicians than from other doctors, and
that they felt more confident about advice when it came from a
number of different, trusted practitioners – from both a general
practitioner (GP) and a psychologist, for example.

The model is a universal one, congruent with Australia’s
universal system of healthcare; however, many Headspace centres

have been located in regions with relatively poor access to
standard mental health services, particularly in regional and rural
parts of Australia and outer metropolitan regions with high need
and poor access. The overarching aims of each centre are to
promote and support early intervention for mental and substance
use disorders through four core service streams: mental health,
drug and alcohol services, primary care (general health) and
vocational/educational assistance. To achieve this type of
integrated care, each Headspace centre is led by a key agency
(typically, but not always, a primary healthcare divisional
structure that coordinates primary care in that region) on behalf
of a local consortium of organisations who take responsibility
for the coordination and delivery of the four core streams within
a ‘one-stop shop’ or single location. This approach is designed to
facilitate the coming together of existing local services that are
already working well within the region, to create a new, highly
visible portal and platform for the care of young people. In
addition to the provision of services within the four core streams,
each Headspace centre also delivers local community awareness
campaigns to enhance young people’s help-seeking behaviour,
the capacity of families and local service providers to identify
emerging mental health concerns early and to strengthen referral
pathways into the service. Headspace has also developed
internet-based programmes to provide online support and
interventions and school-based intervention programmes across
the country.

Four Headspace sites have strong links with specialised youth
mental health services; Campbellfield and central Sydney with the
Brain and Mind Research Institute (BMRI) in Sydney, and western
and northern Melbourne with Orygen Youth Health in
Melbourne. Because Orygen Youth Health and the BMRI are
major mental health research institutes, these links will provide
an unparalled opportunity for the conduct of clinical research
to improve the evidence base for the utilisation of treatments
specific to the stage and severity of emerging mental disorders
in young people, as well as the trialling of methods that foster
efficient take-up of evidence-based treatments and models of care
into clinical practice.

Headspace has been evaluated and the results, although
preliminary, were very positive. Ninety-three per cent of young
people were satisfied with the care they received, the engagement
of young men was just as successful as that of young women (a
major change) and access has been provided so far to over
50 000 young Australians through the 30 centres that have been
operating in the first wave of this national programme.10 These
sites are uniformly stigma-free and strongly supported by their
local communities. The bulk of the young people using Headspace
services are experiencing moderate levels of mental ill health;
however, at most of the sites there is also a substantial subset of
young people with more complex, severe and enduring problems
who currently are unable to gain access to the traditional child and
adult mental health systems.11 Within the context of a 10-year
reform programme, the federal government has allocated an
additional AUD$197million of funding to strengthen the
capacity of the existing sites and to increase the number of
Headspace sites to 90 nationally by 2015. The programme has
bipartisan political support, and we are now witnessing for the
first time communities across Australia lobbying and competing
for a Headspace service to be established locally.

Orygen Youth Health

Headspace addresses early intervention, particularly for common
mental health problems, but a second tier or back-up system is
necessary for young people with complex presentations or more
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severe conditions, who typically require intensive, specialised
treatment and a longer tenure of care. Orygen Youth Health
(http://oyh.org.au) was established in 2002, having evolved during
the middle to late 1990s from the Early Psychosis Prevention and
Intervention Centre (EPPIC) model to deliver specialised early
intervention to a broader range of diagnostic groups;12,13 it is
Australia’s largest youth-specific mental health organisation and
comprises an integrated research and clinical programme.12 Its
clinical programme provides a range of community-based and
acute services for over 700 young people per annum aged 15–25
years living within a catchment area of approximately 1 million
people in north-western metropolitan Melbourne.

Orygen Youth Health focuses on early intervention for
psychosis, mood disorders and borderline personality disorder
in young people, acknowledging the complexities of service
provision in an age group where comorbidity is the norm, and
that linkages with other mental health and general support
agencies are essential in ensuring quality service provision. The
‘front end’ of its clinical programme is the the youth access team,
a 24 h, 7 days per week triage, assessment and crisis response
service, which also provides community- and home-based services
to those who require more intensive treatment than can be offered
by their case manager alone. Once accepted into the service, a
young person is managed by the continuing care team, which is
structured around four specialised clinics: EPPIC, for young
people who are experiencing a first episode of psychosis
(including type 1 bipolar disorder); the Personal Assessment and
Crisis Evaluation (PACE) clinic, which accepts young people
who are assessed as being at ultra-high risk of developing a
psychotic disorder; the Youth Mood Clinic, for young people
experiencing a range of non-psychotic disorders, predominantly
major depression and type 2 bipolar disorder; and Helping Young
People Early (HYPE), for young people with emerging borderline
personality disorder. These clinics each offer a 2-year period of
care and provide a full range of specialised interventions,
including case management, individual support and therapy,
and consultation–liaison, and work closely with Orygen’s psycho-
social recovery programme to support the young person’s social
and vocational recovery and return to optimal functioning as soon
as possible. Particularly critical in this context are vocational
interventions and groups that focus on assisting clients with
school, study and work goals and functioning. Orygen Youth
Health also has a 16-bed in-patient unit specifically for young
people which focuses on acute care, emphasising brief admission
in order to prepare the young person for community support
provided by the youth access team or case manager.

National scaling-up of the EPPIC model

Early intervention for psychosis, largely focused on young people,
commenced with the original EPPIC model in 1992 in
Melbourne.13 Although early intervention models have been
developed and scaled up in hundreds of locations internationally
during the past two decades, Australia had until now largely failed
to carry out this reform systematically. In the context of the new
national reforms, and backed by AUD$222million of federal
funding with matching state government funding, from early
2012, a national system of 16 high-fidelity early psychosis services
will be developed across the nation, a national partnership
between federal and state governments which by 2015 will see
many more Australian communities at last gaining access to one
of the most evidence-based and popularly supported reforms in
mental healthcare. Focused on those aged 15–24 years and linked
where possible to the expanding Headspace network, these early
psychosis services will provide much-needed back-up to many

of the young people in Headspace who need a more specialised
service with a youth-friendly culture. This reform will also
build a national base for potential future extension of the early
intervention strategies to non-psychotic disorders in young people
along the lines of the Orygen model described earlier.

Ireland

High rates of suicide and self-harm have created a sense of alarm in
Ireland and a deep concern about the mental health and well-being
of Irish young people. Prevalence studies have confirmed high
rates of mental health problems among young people,14–16 and
an escalating drumbeat of media stories about suicide, antisocial
behaviour, school failure and substance misuse has reinforced
the perception of a generation in crisis. It was in this context that
Headstrong, the National Centre for Youth Mental Health, was
founded as an autonomous Irish charitable organisation with
the intent of promoting change through a public–private
partnership. This occurred in the context of a national desire to
see widespread mental health reform occur as captured in the
national mental health policy framework A Vision for Change.17

Pathways to care for young people were non-existent or
dysfunctional; there was no coherent continuum of support,
providers tended to operate within silos and did not communicate
or collaborate, and narrow funding streams and territoriality
resulted in rigidity in the way people thought about and
responded to young people, while young people felt they had no
voice.

Jigsaw

The Jigsaw model of service delivery was Headstrong’s response to
the challenge of transforming the way young people in Ireland
access support and changing the way Ireland thinks about young
people. The model is based on certain key ideas and assumptions.
The existing community-based system of specialist mental health
services was believed to be inadequate; however, simply adding
more positions, services and programmes would not necessarily
improve the current system. Headstrong felt that systemic and
cultural transformation was needed. To achieve this, young people
needed to be actively engaged in the design, implementation and
review of programmes to ensure that these programmes would be
accessible and non-stigmatising for young people, and that
partnerships among services engaged in promoting positive youth
mental health would be fostered.

Guided by the phrase ‘somewhere to turn to, someone to talk
to’,18 the Jigsaw model aimed to strengthen a community’s
capacity to support its young people. Headstrong engaged
strongly and consistently with a number of communities across
the country to gauge and enhance the level of commitment to
tackle the challenge of youth mental health. This meant providing
avenues for the voices of local young people to be heard, engaging
all relevant stakeholders, including key statutory, community and
voluntary agencies (e.g. CAMHS, AMHS, primary care, youth
sector services, education and local development groups), rigorous
planning processes, and training and community awareness
activities. This was a successful strategy that generated strong local
support for the next step that would require the re-engineering of
services, new access points and establishment of new partnerships.
As in Australia, high-level political support has been crucial,
bipartisan and strong, and both the President and the Taoiseach
have been directly involved in these reforms.

Jigsaw demonstration sites

Five Irish communities were selected as Jigsaw demonstration
sites: Counties Galway, Kerry and Meath, and the towns of
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Roscommon and Ballymun, the last a disadvantaged neighbour-
hood of north Dublin. The intention was for these sites to
implement transformation strategies with fidelity, serve as
learning communities for ongoing development, validate the
Jigsaw model and become centres of excellence for the remaining
communities in Ireland. As of November 2011 a total of 2079
young people had been seen on an individual basis by the three
fully operational Jigsaw sites: Galway, Ballymun and Kerry. The
data demonstrate a wide diversity of access pathways, most
commonly self- and parent referral. Many referrals came from
secondary schools, social work services, youth programmes, adult
mental health, general practitioners and peers. The majority of
Jigsaw support recipients were in the 15–18 year age range, but
the programme has also engaged a significant number of emerging
adults in the 19–25 year age range.

The most common presenting issues for young people are
anger, stress, tension, low self-worth, family problems and alcohol
use. The resultant goal plans cover a wide range of areas, but the
most common focus is on emotional, cognitive and behavioural
self-regulation, as well as substance use, learning and family issues.
To date, interventions related to peer relationships, help-seeking,
daily living skills, physical health and emotional regulation have
the highest rates of goal attainment. In contrast, lower levels of
goal attainment are seen in areas such as housing, employment,
problem-solving and conflict management. Approximately 5–10%
of engaged young people have needs requiring higher-level mental
health specialty services.

Despite the tight fiscal environment in Ireland, funding has
been committed for the expansion of the number of sites to 12,
and the Health Service Executive is becoming more strongly
involved in the reform process. An Irish special interest group
in youth mental health has been in operation for over 2 years
and has held one highly successful national youth mental health
conference.

England

Birmingham is the UK’s second largest city with a population of
1.2 million; it is often characterised as the ‘youngest city in
Europe’, with a population slanted towards youth and ethnic
diversity including large Black, Muslim and Sikh communities.
The population is served by two mental health services:
Birmingham and Solihull Mental Health Foundation Trust
(BSMHFT), serving those aged 16 years and above, and the
CAMHS, which is sited in the Birmingham Children’s Hospital.
The adult mental health service in BSMHFT acted as the crucible
for the UK’s National Framework for Mental Health, pioneering
integrated community services including early intervention in
psychosis, home treatment/crisis resolution and assertive outreach
teams.19

Youthspace

The BSMHFT created a youth services programme, Youthspace, to
catalyse the development of youth-sensitive service provision to
improve youth access and health outcomes. Youthspace emerged
following extensive consultation with young people and
qualitative research about the experience of existing youth-focused
care.20 The seeds of long-term social disability and exclusion
among people with recurring mental health problems begin in
adolescence (Jones, this supplement);21 improving life chances
for young people is currently a political imperative in the UK,
particularly for those who by age 25 years are not in employment,
education or training. There are many non-health youth agencies
in the UK working with socially marginalised young people who
have considerable experience of this task; pre-eminent among
these is the Prince’s Trust (http://princes-trust.org.uk), which

provides numerous projects across the country to improve
education, skill training and entrepreneurship for young people
up to the age of 25 years. Youthspace has developed a strategic
partnership with the Prince’s Trust to jointly deliver mental health
services to young people under 26 years old in Birmingham,
placing social inclusion and employment at its heart.

Improving youth access. Access to services for the 16–25 year
age group is being consolidated into two pathways. First, the adult
community mental health teams are developing a youth access
pathway – the youth access teams – which is being rolled out
across Birmingham. These teams provide assessment and
formulation to the referring GP within 1 week of referral; the
default evidence-based intervention is brief cognitive–behavioural
therapy, and any medication needs are delivered by the GP
following advice from the team’s consultant psychiatrist. Young
people are seen in low-stigma channels of the young person’s
choice, including primary care or Prince’s Trust facilities. In
addition to symptomatic treatment, cases are screened for risk
of emerging psychosis, bipolar disorder and eating and personality
disorders within a staging framework (Lin et al, this supplement).22

Improving transitions from CAMHS is the responsibility of
a subteam that includes child psychiatrists and psychologists
operating under an agreed transitions policy. This team is also
responsible for managing the admissions of young people aged
16 or 17 years to non-adult units.

Intensive care streams. Those requiring further intensive inter-
ventions have access to the following specialised streams:

(a) early intervention in psychosis – five early intervention
teams provide care from 14 years upwards (in conjunction
with CAMHS up to age 16 years), a CAMHS-trained care
coordinator manages all patients 14- to 16-years old in
conjunction with the CAMHS teams;

(b) attention-deficit hyperactivity disorder (ADHD) – an ADHD
service provides care to all young people as appropriate,
transitioning from CAMHS;

(c) eating disorders – specialised in-patient and community
services;

(d) forensic – YouthFIRST is a specialist community and in-patient
forensic mental health service for young people at risk of
offending or repeat offending.

Public youth mental health. In line with the UK mental health
policy to promote prevention, early intervention and public well-
being,23 Youthspace operates across Birmingham providing
mental health awareness and interventions to promote resilience
in young people through school-based interventions, together
with targeted intervention with groups at high risk of lifelong
mental health difficulty, particularly those in local authority care
or young offenders.24 Internet and social media technologies are
used to maximise reach to young people in the city. At the
heart of this is the website www.youthspace.me, which has been
designed by young people and gives advice, education and
individualised assessment. Those accessing care are given
personalised access to the website, which has online cognitive–
behavioural therapy built in. A Facebook page and Twitter feed
are available.

Evaluation. Youthspace has been subjected to a UK Health
Innovation and Education Cluster (service innovation) evaluation
comparing the programme’s results with access and outcomes for
young patients seen previously within CMHTs. Further research
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into level of engagement/drop-out from services, time to assess-
ment and clinical outcomes is in progress.

Discussion

The services described here have been built around a recognition
of the major weakness of the health system for young people with
mental ill health, consequent major unmet need, and a shared
commitment to improve the accessibility, scale and cultural/
developmental appropriateness of mental health services to young
people and families, and to reduce the need for harmful
transitions at critical points in the young person’s development.
Jigsaw in Ireland is a public–private funded initiative providing
additional early intervention support to young people and largely
operates by coordinating existing provisions. Within mainstream
healthcare, Headspace in Australia also addresses early inter-
vention, particularly for common mental disorders, and is
increasingly a fundamental building block of the primary care
system and a new portal of access, information and multi-
disciplinary holistic care for young people. In Melbourne it is
linked to a ‘back-up’ specialist system (Orygen Youth Health)
for young people with complex presentations or more severe
conditions, who typically require intensive, specialised treatment
and a longer tenure of care. With the scaling-up of early psychosis
services in Australia similar back-up will become increasingly
available. If enhanced primary care youth health services were to
develop in the UK then the early intervention in psychosis services
could be accessed in this fashion by the subset of young people
with psychosis who need them. Indeed, this would greatly aid
the early detection of psychosis in young people, which is typically
subject to long delays even after access to CAMHS and adult
services. Youthspace in Birmingham occupies the other end of
the continuum, where improved youth access and care are being
undertaken through redesign of existing secondary healthcare pro-
vision and hence is similar to Orygen in focus. In Melbourne the
integration of wider youth access via Headspace and specialised
support through a dedicated youth mental health service provides
the most complete picture of what a comprehensive service might
look like in the future.

We believe that for transformational change to be successful,
models like these need to be created, perfected and then scaled
up within the context of national mental health policy frameworks
that recognise the needs of people experiencing mental ill health
across the lifespan, and that the provision of mental healthcare,
notwithstanding the principle of integration with physical health-
care, must be correctly engineered, weighted and sequenced. The
International Youth Mental Health Association has been
established with leadership from seven countries to promote these
objectives. One international youth mental health conference has
been held in Melbourne in 2010, with a second to occur in March
2013 in Ireland.

Whenever new service frameworks appear they attract healthy
debate and an appropriate demand for these alternatives to ‘prove
themselves’. This has been the story of early intervention in
psychosis services;25 however, it has hardly been a level playing
field. It is also incumbent on those supporting the status quo to
do the same, yet this demand is seldom met. The service
reconfigurations described here challenge us to ask whether the
existing systems remain the best solution to the changing
landscape of need and evidence in relation to the mental
healthcare of young people in the 21st century. These systems have
not been designed from first principles, but have evolved from
different origins under a range of influences. With inertia and
self-interest as powerful allies the status quo is hard to change.

It tends to privilege the needs of professionals and managers over
those needing the service; hence its defenders are drawn primarily
from the ranks of the former. The innovations described here seek
to give voice to the latter, and we hope that service reform for
young people continues to be informed by evidence, user
preference and an increasing focus on preventive strategies. We
recognise that the alternative models described here also have their
weaknesses; in particular they include their own transition points.
However, we contend that the evidence reviewed in this
supplement convinces us that if we were to set about designing
mental health services now we would not include a transition
point at age 16–18 years; indeed, this is the point likely to do most
harm. We believe that services for people up to 25 years old should
be conceived as preventive in nature, interfacing with public
mental health initiatives on the one hand and offering
interventions that promote resilience as well as symptom
reduction on the other. The aim of youth services should therefore
be to reduce the need for transition into adult services. This
reframing of the role of services, we believe, can galvanise the
research and service commissioning agenda and decisively move
services from symptom reduction and containment to prevention
and social inclusion. We look forward to the debate.
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Healthcare transition has been described as ‘a purposeful, planned
process that addresses the medical, psychosocial and educational/
vocational needs of adolescents and young adults with chronic
physical and medical conditions as they move from child-centered
to adult-oriented healthcare systems’.1 It may be one of a
number of developmental transitions that young people face as
they move through adolescence into adulthood. Healthcare
transition planning and management are key elements in the
organisation and delivery of health services.2–4 Transition is
particularly important between child and adolescent mental health
services (CAMHS) and adult mental health services (AMHS),3

because failure results in service delivery being weak when the
needs of young people are most pressing, as illustrated by other
papers in this supplement.5–7 Transfer is often discussed as a
suboptimal version of transition4 but, in our hypothesis, it is
distinct from transition and should be investigated alongside
transition. Transfer is the termination of care by a children’s
healthcare provider and its re-establishment with an adult
provider,8 i.e. more of an event or transaction between services.
Transition is a process requiring therapeutic intent, which may
be expressed by the young person’s preparation for transition, a
period of handover or joint care, transition planning meetings
(involving the young person and carer, and key CAMHS and
AMHS professionals) and transfer of case notes or information
summaries. Transition ultimately results in established
engagement of the young person with adult services and therefore
includes vital aspects of continuity of care.9

The TRACK study was a multistage, multicentre and
multimethod study of adolescents’ transitions between CAMHS
and AMHS, undertaken in the English National Health Service
(NHS). It included an audit of the policies and procedures relating
to transition,10 a case-note survey and organisational analysis,11

and a qualitative study of the views of service users, carers
and mental health professionals on the process of transition.12

This paper analyses data from TRACK’s case-note survey of
adolescents’ progression through CAMHS/AMHS boundaries in
order to separate the concepts of transfer and transition and to
evaluate each process.

Method

Full details of the study method have been published.13 This
retrospective case-note survey was undertaken in six mental health
trusts (NHS provider organisations): three in Greater London
and three in the West Midlands. The West Midlands trusts
merged during the study. Together these trusts deliver specialist
mental health services, free at the point of delivery, to a socio-
demographically diverse population of 8.1 million in urban and
rural areas. All specialist (secondary care) CAMHS teams referring
to local AMHS were included. Highly specialist tertiary services,
e.g. condition-specific services with a national catchment area
(such as specialist national eating disorder services), were
excluded because of atypical populations served and logistical
problems created by their interface with AMHS spread nationally.
To identify a cohort of adolescents reaching the age boundary for
transition to AMHS in the preceding year (from September 2003
in London, from January 2006 in the West Midlands) we intended
to use service databases and cross-reference with CAMHS
clinician-generated lists.

Separate data extraction tools, available online,13 were used for
cases transferred to AMHS (CAMHS and AMHS notes) and those
not transferred (CAMHS notes only). Data on sociodemographic,
clinical, transition pathway and outcome variables were extracted.
Two researchers independently extracted data from five trans-
ferred cases from a different trust to test interrater reliability.
Comparing 491 non-text variables, the error rate was less than
2%. The data extraction tools collected information on presenting
problems rather than diagnoses, because non-psychiatrists within
multidisciplinary CAMHS do not always use diagnoses in their
practice. Subsequently, presenting problems were independently
assigned to seven diagnostic groups by three CAMHS psychiatrists
(M.P., T.F. and T.K.). When required, discussion facilitated
consensus. Comorbidity was defined as the presence of more than
one diagnostic category. The diagnostic groups were serious and
enduring mental disorders (including schizophrenia, psychotic
disorders, bipolar affective disorder, depression with psychosis);
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Background
Transfer of care from one healthcare provider to another is
often understood as a suboptimal version of the process of
transition.

Aims
To separate and evaluate concepts of transfer and transition
between child and adolescent mental health services
(CAMHS) and adult mental health services (AMHS).

Method
In a retrospective case-note survey of young people reaching
the upper age boundary at six English CAMHS, optimal
transition was evaluated using four criteria: continuity of
care, parallel care, a transition planning meeting and
information transfer.

Results
Of 154 cases, 76 transferred to AMHS. Failure to transfer
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refusal by service users (n=12) rather than refusal by AMHS
(n=7). Four cases met all criteria for optimal transition, 13
met none; continuity of care (n=63) was met most often.
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Transfer was common but good transition rare. Reasons for
failure to transfer differ from barriers to transition. Transfer
should be investigated alongside transition in research and
service development.

Declaration of interest
None.

The British Journal of Psychiatry (2013)
202, s36–s40. doi: 10.1192/bjp.bp.112.119198



emotional/neurotic disorders (including anxiety, non-psychotic
depression, post-traumatic stress disorder, obsessive–compulsive
disorder); eating disorders (anorexia nervosa, bulimia nervosa,
atypical eating disorder); conduct disorders (including other
behavioural disorders); neurodevelopmental disorders (including
pervasive developmental disorders, attention-deficit hyperactivity
disorder, intellectual disabilities); substance use disorders
(alcohol and/or drug misuse); and emerging personality disorder.

There were four criteria for optimal transition: continuity of
care (either engaged with AMHS 3 months after transition or
appropriately discharged); a period of parallel care or joint
working between CAMHS and AMHS; at least one transition
planning meeting, involving the adolescent, with or without a
carer, and key AMHS and CAMHS professionals, prior to the
handover of care; and information transfer (any of the following
transferred from CAMHS to AMHS: referral letter, summary of
CAMHS contact, CAMHS notes, a contemporary risk
assessment). These criteria were developed from literature on
continuity of care and CAMHS transition protocols.10,14

The term ‘cases’ is used as only case notes were consulted. The
term ‘transferred’ is applied to cases referred to and seen by
AMHS, and the completed process of data extraction from case
notes is referred to as ‘tracking’. Wandsworth Research Ethics
Committee approved the study.

Results

Databases did not exist at two sites and were poorly functional in
relation to case ascertainment at four sites. Collating clinician-
generated lists was a protracted process and, given the budget
and time frame of the study, data extraction was completed on
155 of 186 cases identified in total. There was some variation
between sites in relation to proportions of cases for which tracking
was completed: 27/27 for London site 1, 50/60 for London site 2,
36/44 for London site 3; 5/5 for West Midlands site 1, 6/8 for West

Midlands site 2, 31/31 for West Midlands site 3. One case was
excluded from subsequent analysis as transition was to a
neurology service.

The sample consisted of 78 (51%) males and 76 females, with
a mean age of 18.1 years (s.d. = 0.8) at the time of data collection.
The majority ethnic group was White (31%), followed by Black
(23%). No ethnicity was recorded in 27% of cases. The majority
of individuals (76%) spoke English as their first language. Most
adolescents lived with their parents (71%) and were in either
education or employment (60%). Most presenting problems at
the time of transition fell into the diagnostic category of
emotional/neurotic disorders (51%, n=78), followed by neuro-
developmental disorders (25%, n= 38), serious and enduring
mental disorders (22%, n= 34), substance misuse (9%, n=14),
conduct disorders (4%, n= 6), eating disorders (4%, n=6) and
emerging personality disorder (3%, n=4). In five cases (3%) the
presenting problem was not recorded. Almost a fifth had
comorbidity (19%, n= 29).

Transfer

Of the 154 cases that crossed the transition boundary (i.e. the age
boundary between CAMHS and AMHS), 131 (85%) were thought
suitable by CAMHS clinicians for transfer to adult services, 102
(66%) were referred and 90 (58%) were accepted by AMHS
(Fig. 1). In 76 (49%) cases, at least one appointment at
AMHS was attended, i.e. transfer was achieved. The reasons for
non-referral to AMHS were refusal by the adolescent or parents/
carers; CAMHS clinicians thinking AMHS would not accept the
referral or had no appropriate service; or CAMHS still planning
to refer to AMHS. Adult mental health services refused to accept
7 (5%) and a decision by AMHS was pending in 5 (4%) cases.

Table 1 summarises what happened to the 90 cases referred to
and accepted by AMHS. Seven (8%) had no appointment
arranged, for reasons including non-response to AMHS
attempts to arrange the appointment (3%, n=3), the adolescent’s
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Refusal by
service user
6.9% (n=9)

Refusal by
service user and

parent/carer 1.5% (n=2)

Referral refused by
service users/carers

9.2% (n=12)

Never referred
to AMHS

22.1% (n=29)

Referral to AMHS
was planned
3.8% (n=5)

Refusal by
parent/carer
0.8% (n=1)

CAMHS thought
AMHS would not
accept referral/did

not have appropriate
services 9.2% (n=12)

Pending a
decision
by AMHS
3.8% (n=5)

Referred
to AMHS

77.9% (n=102)

Refused
by AMHS
5.4% (n=7)

No suitable service
available

2.3% (n=3)

Accepted
by AMHS

68.7% (n=90)

Did not meet
AMHS criteria
2.3% (n=3)

Cases reaching
transition boundary

n=131

Alternative
suitable service
0.8% (n=1)

8 7 7

5

5

6

5

6

6

5 5

8
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Fig. 1 Crossing the transition boundary between child and adolescent mental health services (CAMHS) and adult mental health services
(AHMS) with ongoing clinical need.



disengagement with CAMHS (1%, n= 1) and administrative
failure (3%, n=3). Of 83 initial AMHS appointments offered,
63 (76%) were attended. In 20 (24%) of the 90 cases accepted
by AMHS the person did not attend the first appointment offered.
Of these, 16 were offered second appointments and 4 discharged.
Only a quarter of the 16 second appointments were attended. The
remaining 12 were offered a third appointment, 9 of which were
attended. No fourth appointment was offered. The adult service
succeeded in seeing 13 of 20 cases (65%) where the initial
appointment was not attended. Transfer was therefore achieved
in 92% of cases offered appointments by AMHS, 84% of cases
accepted by AMHS, 74% of cases referred by CAMHS and 58%
of cases crossing the transition boundary with ongoing clinical
need. By the end of the study, of the 131 cases crossing the
transition boundary with ongoing clinical need, 60 (46%)
remained open to follow-up by AMHS and 15 (12%) had been
discharged following attendance at AMHS.

Transition

Among the 90 cases accepted by AMHS, the element of optimal
transition most often met was continuity of care (70%, n=63),
followed by having had at least one transition planning meeting
(40%, n=36), good information transfer (27%, n= 24) and a
period of parallel care (24%, n=22). No criterion for optimal
transition was experienced in 13 (14%) cases, only one criterion
in 33 (37%), two criteria in 24 (27%), three in 16 (18%) and all
four criteria in 4 (4%) cases. In the four cases that met criteria
for optimal transition, two of the individuals were male, three
were 18 years old at the time of transfer and one was 19, and all
four were from ethnic minority backgrounds. Three had a
diagnosis of a serious and enduring mental disorder and had been
admitted to hospital at some point while attending CAMHS (two
under mental health legislation). All four were on medication at
the time of transition and came from London (two each from
London trusts 2 and 3).

Discussion

In our sample more than five-sixths of young people leaving
CAMHS were thought to have ongoing clinical need. Transfer of
care was common but good transitional care was rare. Many
individuals transferred successfully to AMHS without
experiencing good transitional care. Transfer failed more often
because of young people’s refusal to accept referral to adult

services, and CAMHS clinicians’ failure to refer, than AMHS
refusing to accept referrals or discharging young people who did
not attend the first appointment offered; the latter two reasons
have been assumed to be the main reasons in the past.15,16 The
majority of transferred adolescents experienced continuity of care
but other elements of good transition such as transition planning
meetings, periods of joint care and good transfer of information
were far less frequent. Transfer does not, therefore, guarantee
successful transition. Moreover, poor transition, in the context
of successful transfer, does not necessarily bode ill: TRACK’s
case-note survey and qualitative study findings indicate that
despite suboptimal transitions most young people stayed engaged
with AMHS and reported improvement in their mental
health.11,12 Small sample sizes indicate that further investigation
of the relevance of key elements of good transition to better
outcomes is necessary. The requirement for a better-quality, more
generalisable evidence base is reiterated by recent reviews of the
broader paediatric to adult transitions literature.17,18

Transfer

On the whole transfers were found to be successful in this study,
although a small minority of those referred were not accepted by
AMHS. An Australian study of a CAMHS with different referral
criteria, however, found that many adolescents were not accepted
by a youth mental health service (for 15–24 year olds).19 One of
the two main reasons for a quarter of the TRACK cases with
ongoing clinical need failing to be transferred was CAMHS
clinicians thinking that AMHS would reject the referral or would
not have appropriate services. We cannot say whether these
assumptions, based on experience or knowledge of AMHS referral
criteria, were correct. We can say that the majority of those
referred to AMHS in this sample were accepted and, by the end
of the study, almost three-quarters of transferred cases remained
open to AMHS, sometimes following multiple offers of an ‘initial’
appointment. Overall, more cases were ‘not referred’ than ‘not
accepted’. Making referrals based on need, regardless of
assumptions about whether adult services will accept them, may
highlight the types of adult service that are inadequate or non-
existent. This should aid the development of appropriate services
for young adults.

A second reason for failure to transfer despite ongoing need
was the young person’s refusal to be referred to AMHS. Future
research, policy and service development should separate cases
of young people who fail to transfer for other reasons from cases
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Table 1 What happened to cases accepted by adult mental health services

Cases offered appointments by AMHS (n=83)

Cases accepted by
AMHS (n=90)

n (%)

Initial assessment
appointments attended

n (%)

Subsequently offered
assessment appointments

attended, n (%)

Any assessment
appointments attended

n (%)

Appointment arranged 83 (92) 63 (76) 13 (16) 76 (92)

Appointment not arranged 7 (8) NA NA NA

Subsequent contact
Attended follow-ups 58 (64) 50 (60) 8 (10) 58 (70)
Discharged 15 (17) 12 (15) 3 (4) 15 (18)
Disengagement followed by a return
to care under mental health legislation

1 (1) 1 (1) 1 (1)

Discharge followed by a return to care
under mental health legislation

1 (1) 1 (1) 1 (1)

Lost to follow-up 1 (1) 1 (1) 1 (1)
Failure to attend appointments offered 7 (8)

AHMS, adult mental health services; NA, not applicable.



of those who (or whose parents) choose not to engage with adult
services even though professionals think this would be of benefit.
Some young people or parents/carers might prefer private or
voluntary sector care. Lack of transfer to AMHS is therefore not
necessarily equivalent to needs remaining unmet. We do not
know, however, what proportions find alternative suitable care,
and we need to remain concerned about those who fail to transfer
to AMHS.

Poor adherence to health supervision around the time of
transition is also noted in relation to young people with chronic
physical health problems such as diabetes.20 Disengagement with
services may result from developmental characteristics such as
emerging autonomy and distrust of authority figures, changing
family relationships and heightened influence by peers alongside
young people’s need to acquire many life skills,21 or concerns
about confidentiality, knowledge about and accessibility of the
service proposed.22

Equitable, accessible, acceptable, appropriate and effective
youth-friendly services, as promoted by the World Health
Organization (WHO),23 or separate youth services, as suggested
by user-oriented research,24 might help with acceptance of referral
to adult services. There remains debate, however, about whether
separate youth mental health services are preferable.25,26 There
may be specific reasons why young people and carers are reluctant
to be seen at AMHS, such as stigma27 and lack of insight into
some mental health problems.22 Also, some young people do
not seek help for mental health problems, are not referred to
CAMHS,28 or disengage with the service; adult services may
therefore need to engage adolescents who never engaged with
CAMHS. Push and pull factors remain important beyond the
transition boundary between CAMHS and AMHS – for instance,
the proportion of young people receiving public mental health
services in the USA declines from the age of 17 years, and only
a quarter of those aged 18–20 years who want services receive
them.21

Transition

Our study provides evidence of extremely poor quality of
transition: less than 5% of transfers fulfilled all four criteria of
optimal transition. This is despite the use of tight definitions of
transition and continuity of care, the latter compatible with the
wider literature.9,14 A broader definition of transitional care for
young people with serious mental health conditions was used in
a study from the USA of transitional services providing options
such as supported housing, vocational support, preparation for
independent living and the availability of dual diagnosis services,
e.g. mental health and substance misuse services.29 It found that a
quarter of child and a half of adult State mental health systems
offered no transitional service of this broad type. Most options
were available in less than 20% of states.29

The paediatric evidence base has produced guidance on how
to ‘do’ transition well, for instance, by focusing on the ‘four Ps’
of people (the young person, parents or caregivers, a transition
coordinator and keyworker, interested adult services, primary
care, multidisciplinary/multi-agency networks and professional
training), process (written transition policy, transition
programmes, and evaluation and audit), paper (informational
resources and administrative support) and place (youth-friendly
spaces).30 It highlights paediatric and adult service staff needs
for training and attitudinal changes towards each other’s services,
while young people need to be trained and empowered to become
effective partners in their own transition.31 Addressing transitions
in education and employment, adolescent health (fertility and
sexual health), ethical and legal issues (consent, competence and

autonomy) and societal factors (health inequalities and urban/
rural differences) at the time of transition between paediatric
and adult services may also be key.32 This might indicate the need
for generic adolescent health services rather than condition-
specific (e.g. psychosis-specific) or youth mental health services.

This analysis of the TRACK data indicates that transition and
transfer are related, but different, processes. Differences have
implications for services, which are seeking to improve
experiences and outcomes for individuals crossing the
paediatric/adult service interface, and for researchers, in relation
to the methodology of future transitions research. Transfer can
be of use even if transition has been poor;11 transition processes
and policies may be followed impeccably yet still result in failure
to transfer (e.g. if the patient chooses not to go to adult services
for some reason). There may be barriers to transfer that are quite
different from barriers to transition. Services and researchers need
to address both aspects.

Limitations of the study

There were significant problems in case ascertainment. Databases
either did not exist or could not provide accurate and suitable
information. This reflects the poor level of data collection (at
the time) in the NHS. Information technology has a low priority
within the NHS, which is funded from a public service budget,
with no need to bill for individual contacts, as in private practice
or insurance-dependent services. Some clinicians felt too busy to
provide relevant information, some could not be contacted
because of high staff turnover, and some could not accurately
recall appropriate cases because of high case-loads. Some case
notes were difficult to locate or access. Clinicians might be most
likely to recall cases where transition had been problematic. Even
if every unascertained case had an ideal transition, we still
document a worrying number of poor experiences. Also, case
notes may not accurately reflect the quality and content of services
delivered. The population studied was large and diverse, making
findings generalisable to other services in the UK. The main
conclusion of this paper, that future service development and
research need to explicitly address barriers and facilitators of both
transfer and transition, should be of interest to those working in
different service structures internationally.
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The issue of how young people move from child and adolescent
mental health services (CAMHS) to adult mental health services
(AMHS) has been the subject of a number of policy documents
and studies over the past 20 years.1–11 Yet despite this work and
some positive changes, recent research demonstrates that problems
persist.8,11–13 Lin et al, Jones and Chanen & McCutcheon in this
supplement have described the developmental context and nature
of mental disorders in late adolescence and early adulthood;14–16

here we focus more narrowly on the nature and context of the
services themselves.

The debate about the so-called ‘CAMHS–AMHS divide’ is
generally focused on reported difficulties in transition from
CAMHS to secondary care AMHS.7–10 For the purposes of
argument this is where we start our discussion, but in terms of
considering potential solutions we shall not confine our thoughts
to these traditional service structures. Difficulties in transition
from one service to another are not confined to mental health
services,17 nor to the adolescent–young adult transition. In
considering the CAMHS–AMHS divide and potential solutions
it is important to understand the nature of the services on either
side of that divide. There are differences in the remits of the two
types of service that have contributed to differences in theory and
practice, including differences in eligibility thresholds for referral
and in the level and style of intervention.3,7

The CAMHS population

Child and adolescent mental health services in the UK are grouped
into:

(a) universal services, such as general practitioners (GPs), health
visitors and school nurses;

(b) targeted services, such as Mental Health in Schools projects
and mental health services for children who are ‘looked
after’ by the local authority;

(c) specialist services such as specialist multidisciplinary mental
health teams.

These different layers of service are commissioned and
provided by government departments of health, education and
social care. Funding streams and organisation are subject to a
degree of local variation. Children and young people with mental
disorders may be provided for at any of the three levels. Many
young people and their families may be receiving services from
several agencies simultaneously; in addition, the adults in the
household may have mental or physical health problems.

Specialist CAMHS provides care for children and young
people with established mental disorders. However, the profile
of disorders treated differs from that for secondary care AMHS.

This is in part a consequence of the pattern and nature of mental
disorder in children and young people. Children’s mental health
services provide for children and young people with a wide range
of disorders, including mental illnesses such as depression,
anxiety, eating disorders, obsessive–compulsive disorder and
psychosis, as well as autism spectrum disorders, intellectual
disabilities, attention-deficit hyperactivity disorder (ADHD) and
conduct disorder. In addition, specialist and targeted services
provide for children and young people in difficult circumstances
that put them at risk of mental disorder, for example those in
the care system, young people involved with the criminal justice
system, and children and young people who have experienced
abuse and neglect. Services also provide interventions for children
with high levels of impairment related to mental health
difficulties, but who might not reach diagnostic criteria for mental
disorder.

The remit of secondary care AMHS is narrower in the main,
focusing on adults with more severe mental illness. The majority
of adults with mental disorders are cared for within primary care.
These differences in remit occur alongside a range of other
differences between child and adult services. There are differences
in training between professionals working in the two services.
Specialist and targeted CAMHS and AMHS are often provided
by different organisations. Current commissioning models
generally place CAMHS and AMHS commissioning within
different frameworks and structures. This has the potential for
AMHS and CAMHS commissioning strategies and care
pathways to develop separately. At government policy level
CAMHS and AMHS have previously been planned separately.
For example, in England, Scotland and Wales there are separate
national service frameworks and national plans involving different
government departments.18–22 Unlike adult policy, CAMHS health
policy links to the Department of Education.

The consequence of these service differences is that young
people in receipt of a service from CAMHS may find that on
reaching adulthood their condition and presentation has not
changed but secondary care AMHS are not configured to provide
for them. If there is no alternative service available in primary care
or the voluntary sector, young people and their families are left to
cope alone.

The transitions cohort

Many young people will experience some form of transition from
CAMHS and there are a number of possible transitional trajectories:

(a) young people who have a severe mental illness and who are
accepted by secondary AMHS;8
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(b) young people who have received a service from specialist
CAMHS and are likely to have ongoing problems but
who are not accepted by AMHS or not referred because it is
believed they would not be accepted;8 this group often
includes young people with autism spectrum disorders,
ADHD and emergent personality disorder and some
young people with depression, anxiety disorders, obsessive–
compulsive disorder and eating disorders;11–13

(c) young people experiencing a high degree of impairment in the
context of mental health problems that may not clearly fulfil
criteria for a particular disorder; they have received a service
from either specialist or targeted CAMHS, but might not be
referred to or accepted by secondary care AMHS because
they do not have a severe mental illness;7,8

(d) young people who have mental health problems but whose
needs have been met outside the healthcare system, in settings
such as special schools and pupil referral units, and/or by
social care;

(e) young people who would not require transition if CAMHS
worked with them for longer.

In a study of transition processes to AMHS, Singh et al
reported that over 80% of cases were considered suitable for
transfer by CAMHS, but a third were not referred.8 The adult
services accepted 93% of all referrals but 25% of cases accepted
by AMHS were discharged without being seen. Even among those
who crossed the gap few experienced ‘optimal transition’, defined
as at least one transition planning meeting, a period of joint
working between CAMHS and AMHS, good information on
transfer and being engaged with AMHS 3 months following
transfer.8

The problem of transition of young people who meet the
criteria of current adult services can and should be solved by
improved working between current service providers. However,
the problem of how to improve the experiences of young people
with transition trajectories that do not meet current eligibility
criteria for AMHS is challenging for our current service structures.
Tackling these problems requires action on the part of those
commissioning and planning services as well as those providing
services.12 The key issue for young people who do not meet
eligibility criteria for AMHS is that no service currently exists to
meet their needs. The improvement of mental health services
for these young people requires extension of adult services to offer
interventions for young adults with developmental problems,
high-risk behaviours associated with emerging personality
disorders and those with severe anxiety and affective disorders.
This requires new resources whatever the service design. It also
requires the creation of more collaborative links with primary care
and other agencies.23

What young people and their families tell us

Studies show that young people, their families and carers want
their views to be taken seriously and to participate actively in
the process of transition.24–26 Studies have elicited the views of
young people and of parents and carers about what they want from
services.4,27–30 Young people value good information, consistent
support from a keyworker, and flexible, non-stigmatising
community-based services appropriate for their age group.

’Young people have a lot of problems and it is easier for them to walk into one place
where they sort everything out. I wouldn’t want to keep explaining my situation over
and over again. It’s just too upsetting.’29

’Before I moved here, I didn’t go to anyone for help . . . when I did try to go to
someone for help, they would turn me away, so I ended up drinking, cutting myself,

finding myself in arguments. But since I’ve been here my keyworker, she’s brilliant,
I love her to bits and I could go to her about anything.’31

Young people and their parents describe the change in service
philosophy between child and adult services confusing, especially
in relation to the role and involvement of families. Professionals
can experience difficulties in meeting the expectations of young
people and families at transition. These problems are not unique
to mental health services as they also occur in physical medicine.17

Parents have expressed concern about the lack of services for
specific groups of young people, including those with ADHD,
autism spectrum disorders and emerging personality disorders.13

’The lady at CAMHS kept everyone together, but everything was lost completely
through the transition phase. She had meetings with the adult teams and got
absolutely nowhere. As soon as it stopped, as soon as she was out of the picture,
everything went to pieces.’ (Parent of a young adult)12

’I am the carer of a now adult son . . . with Asperger’s syndrome . . . My son’s
transition into adulthood was a nightmare both for him and for the rest of the family.
There was no transition from CAMHS to adult mental health services and there was
no clinician in my local health trust with any expertise regarding Asperger’s syndrome
. . . no service exists where I live, so I just struggle on supporting him, looking for more
appropriate help.’13

’It’s sometimes said from the adult services that CAMHS transfers are quite difficult
because they’ve been pampered by CAMHS services . . . maybe the care coordinators
in the adult teams feel a wee bit inadequate by comparison . . . definitely CAMHS
transfers that come to us are really disappointed by what we can offer and can
get really upset initially because they feel their needs aren’t being met.’ (AMHS
keyworker)8

In the past decade, in order to combat the gaps in service and
inequity of provision, there has been considerable impetus in
the development of innovative services across the UK that
promote greater working between CAMHS and AMHS. However,
many practice developments and service models for improving
transitions are at an early stage of development and there are
few robust, effective studies currently available.11,13

In England the Department of Health and the Department for
Education sponsored the National Mental Health Development
Unit and National CAMHS Support Service to work in
partnership with the Social Care Institute for Excellence on a
project to provide a series of resources to improve transitions
for young people with mental health problems.12 The project
identified a series of case examples of services in the UK for older
adolescents and young adults. These included clinical liaison/link
posts, disorder-specific services (e.g. early intervention in
psychosis) and in-reach to primary care. At an international level
there has been considerable interest in developing youth mental
health services, often spanning an age range of 16–25 years.
Examples include Orygen Youth Health in Australia, Headstrong
in Ireland, and in England Youthspace in Birmingham and the
City & Hackney CAMHS Extended Service in London (see
McGorry et al, this supplement).32 In some areas non-statutory
youth services lead multi-agency resourced and managed young
people’s centres which bridge the traditional transition age
gap.32 These services, such as ‘The Zone’ in Plymouth (www.
thezoneplymouth.co.uk), operate flexible opening, drop-in
facilities which link to statutory mental health services in a
variety of ways. All these services have required significant new
investment.

Current context

There is some room for optimism in that the new English mental
health strategy and parallel developments in the other UK
jurisdictions recognise the importance of effective intervention
early in life and have focused attention on the transitions issue.
However, this should be balanced against the recognition that
the UK is in a period of financial austerity when the level of
resources available to specialist CAMHS and AMHS will become
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an even greater challenge, with planned public sector savings,
particularly in social care and education in many areas.34 The
potential consequences of lower investment in AMHS and
CAMHS could include adult secondary care mental health and
adult social care services needing to raise thresholds consequent
to decreased resources; voluntary sector providers, who provide
many aspects of youth services, experiencing instability as funding
becomes more difficult; specialist CAMHS experiencing
reductions in resource, which could lead to reduced capacity
and increased thresholds; and reductions in the capacity and
provision of local authority services for children and young people
through youth service cuts. In addition, young people are
particularly affected by the current economic recession. It is
known that there are strong links between mental well-being
and employment and it is of great concern that the highest
unemployment rates in the UK are experienced by those aged
16–24 years.35 The lack of opportunities for work and the
consequent increased stress that many young people face leave
them at greater risk of developing mental health problems and
pose further difficulties for those recovering from pre-existing
mental disorders.

Ways forward

It is clear from the available research that significant improvements
are required in the implementation of high-quality policy and
practice around transition from CAMHS to AMHS.11 In the case
of young people who meet current eligibility criteria for AMHS,
this can be achieved through providers working together more
effectively, and involving young people and their families in
improving transition processes.8 However, if we are to provide
services for young people who currently have no service to
progress to, a broadening of eligibility criteria and reduction of
threshold of referral for young people to adult services are
required. It is important to consider whether broadening the
eligibility for adult-led mental health services for young adults
would result in a reduction in services for the very young. It might
be possible to achieve improved access and a broader range of
interventions for young adults through working more closely with
the Youth Information Advice Counselling and Support services,29

and with GP-led primary care services such as the Young People’s
Clinic in Herne Hill, South London.23

Alternatively, should we consider separate youth services that
provide a broad range of evidence-based interventions up to the
age of 25 years? If this is the case, then what should be the lower
age range for a youth service? Some argue for 12 years, the age
soon after transfer to secondary school in the UK. Others argue
for 16 years, the age at which compulsory education ends, at
which a young person can give consent to medical interventions
and can consent to sexual relations. There is also an argument
for a model of youth service within AMHS that commences at
18 years, when a young person is no longer viewed as a child
under the Children Act 2004 and is considered an adult by the
UK legal system. It is important to consider the developmental
age of an individual young person in addition to chronological
age and the need for flexibility across any age boundary. Flexibility
across age boundaries requires agreement between commissioners
and effective collaboration and good working relationships
between professionals. Attendance at local regular joint meetings
and joint training events by CAMHS and AHMS professionals
have been shown to improve working relationships and create
opportunities for collaborative work.

We must be sure to improve the accessibility and range of
mental health interventions in a youth-friendly context while

avoiding difficulties inherent to the creation of new boundaries.
New age boundaries could act as barriers and create the need
for new transitions that do not match those of other agencies
working to meet the needs of young people, including education
and social care. This could lead to fragmentation of important
multi-agency links. In solving one set of problems we must ensure
we do not create others, and be alert to the risk of unintended
consequences.

We need to develop services for our young people but be
mindful not to do this at the expense of universal early inter-
vention and prevention with the very young. Any solution
regarding service models or service re-design is unlikely to be a
‘one size fits all’ solution, both at individual and service level.
Different solutions will fit different local situations. What is not
in doubt is that clinicians and commissioners of both AMHS
and CAMHS need to work together. Resources are tight and
each will need to support the other at different times in
order to achieve the best services for young people. It is worth
acknowledging that for clinicians working with adolescents and
young adults there are more similarities than there are differences,
and we can achieve great things for our young people by working
closely together and with the respective other agencies that engage
with this population. However, in all circumstances if we are to
improve transitions and provide interventions to meet the needs
of those not currently eligible for adult services, new resources
and different commissioning structures will be required.
Professionals from both CAMHS and AMHS must work
collaboratively with each other, with primary care and with
commissioners to find new ways to achieve the services our young
people need.
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