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Most mental disorders have a typical onset between 12 and 25 years of age, highlighting the importance of this period for the
pathogenesis, diagnosis, and treatment of mental ill-health. This perspective addresses interactions between risk and protective
factors and brain development as key pillars accounting for the emergence of psychopathology in youth. Moreover, we propose
that novel approaches towards early diagnosis and interventions are required that reflect the evolution of emerging
psychopathology, the importance of novel service models, and knowledge exchange between science and practitioners. Taken
together, we propose a transformative early intervention paradigm for research and clinical care that could significantly enhance
mental health in young people and initiate a shift towards the prevention of severe mental disorders.
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RETHINKING MENTAL HEALTH AS “YOUTH MENTAL HEALTH”

“Mental disorders are chronic diseases of the young.” [1]

Mental disorders constitute a major challenge to both society
and science. Syndromes such as schizophrenia, depression,
anxiety, and personality disorders comprise some of the largest
disease burdens worldwide [2]. Despite the promises of genetics
and translational neuroscience, insights into the causal mechan-
isms of major syndromes remain rudimentary [3], and the search
for biomarkers to improve diagnosis and stratification has largely
been unsuccessful [4]. Moreover, effect sizes for current pharma-
cological and psychological treatments are overall modest [5] and
a significant number of patients will not respond to treatments [6].
A cardinal feature of the existing paradigm in mental health has

been its emphasis on fully established disorders in adulthood
while early intervention and prevention have been relatively
neglected [7, 8]. However, there is now consistent epidemiological
evidence that has highlighted that all major syndromes constitut-
ing approximately 75% of mental disorders begin before the age
of 25 years [9, 10] (Fig. 1).
In this perspective, we will make the case for a transformative

paradigm in mental health that emphasizes early intervention and
prevention of emerging mental disorders during youth, the period
between 12 and 25 years of age1, with wide ranging implications

for diagnosis, research, and interventions. Our approach is
critically informed by the early intervention paradigm in psychosis
[11]. Its scope has now been broadened to target emerging
mental disorders during youth more generally given that young
people with clinical high-risk criteria for psychosis (CHR-P) rarely
present solely with signs of psychosis [12] and evidence that early
identification and intervention is also potentially effective in
personality disorders [13], eating disorders [14], and bipolar
disorder [15].
The early intervention paradigm is furthermore motivated by

the finding that young people face many barriers to accessing
mental health care [16] during a developmental period, which is
critical for social and occupational adjustment [17]. Importantly,
the COVID pandemic has accelerated this trend with youth
reporting a disproportionate increase in mental ill-health [18]. As a
result, emerging mental disorders during youth frequently lead to
sustained mental health problems during adulthood and lower
overall functioning [17, 19].
To address these fundamental challenges, we set out core

“pillars” for a youth mental health paradigm. Specifically, we
propose that ongoing modifications in behavioral functions and
underlying neural circuits suggest the presence of “sensitive
periods” for the symptomatic expression of mental ill-health and
corresponding “windows of opportunity” for early intervention.
Secondly, risk factors interact with these sensitive periods on
multiple levels that can be conceptualized as “developmental
cascades”. Thirdly, novel diagnostic approaches are needed to
facilitate interventions for sub-threshold symptomatic expressions
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1We chose “youth” over other concepts, such as adolescence, as youth
encompasses a broader definition of developmental phenomena and
age-ranges.
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of emerging psychopathology. Finally, the implications of these
findings are discussed with respect to novel clinical and policy
approaches and models for youth mental health.

BRAIN DEVELOPMENT, SENSITIVE PERIODS, AND EMERGING
PSYCHOPATHOLOGY
An important principle in brain development is the notion of
“sensitive periods” [20, 21]. Sensitive periods can be described as
time-limited developmental windows during which environmental
exposures have a pronounced effect on the functionality and
organization of neural circuits and behavior as a result of
heightened plasticity. Originally first described in the visual
system [22], there is mounting data that several neural and
cognitive systems that are relevant for emerging psychopathol-
ogy, such as fear and stress regulation, higher cognitive processes,
social cognition, and reward-processing, undergo time-limited
modifications in circuit properties during youth (Fig. 2).
A core function that is impaired across many mental disorders is

the ability to respond to threats and stress [23]. Importantly, anxiety
disorders emerge during the first decade, peak around 15 years of
age [9], and often persist into adulthood with significant effects on
functioning and quality of life [24]. Recent work has identified
unique changes in the neural circuits underlying threat regulation
[25]. Specifically, fear extinction during adolescence is reduced in
both humans and mice [26] and probing neural circuitry in mice has
revealed altered synaptic plasticity and connectivity in prefrontal
cortical-hippocampal-amygdala [26]. Interestingly in adolescent
mice, if extinction training takes place in the threat-conditioning
context that engages hippocampal-based circuits, extinction
retention is significantly greater than that in the same-age
counterparts that underwent extinction training in a novel context
[27]. However, once outside this ‘sensitive period’, this form of
context-based extinction has minimal additional effects.
The hypothalamic-pituitary-adrenal (HPA)-axis is the primary site

for regulating the body’s stress response through releasing
glucocorticoid hormones and HPA-axis dysregulation is involved

in several mental disorders and contributes to emerging psycho-
pathology [28]. Evidence from animal studies suggests that a variety
of stressors are associated with elevated and prolonged HPA
responses in youth compared with adulthood [29] and that
differences in the psychopathological phenotypes observed may
depend on the timing of the stress exposure during youth [30].
Conversely, environmental enrichment in juvenile animals can
reverse the effects of prenatal stress and maternal separation [31,
32]. Together, these findings suggest that both risk and protective
factors interact with HPA-functioning during youth [33].
In addition, ongoing modifications in higher-order cognitive

functions, such as working memory (WM), response inhibition, and
performance monitoring, as well as cognitive control are a central
aspect of late brain development [34]. Anatomically, these functions
are closely related to the integrity of prefrontal cortical (PFC)
circuits, a region that is impaired in a range of mental disorders,
including schizophrenia, depression, and bipolar disorder [35].
There is substantial evidence that the composition and interac-

tion of the dopaminergic, glutamatergic, and GABAergic receptors
in the PFC undergo profound changes during youth [34]. PV+
interneurons are of particular interest as they contribute towards
the opening and closing of sensitive periods [21] and recent
evidence suggests that PV+ interneuron expression continues to
increase during youth while time-limited downregulation leads to
permanent changes in E/I-balance during adulthood [36], a process
which may be involved in emerging psychopathology [37].
Modifications of local PFC changes are accompanied by an

extensive integration with cortical and subcortical areas through
the maturation of long-range connections [38–42]. A core
hypothesis underlying brain development is the view that
ongoing changes in brain maturation lead to a period when
limbic structures, such as the amygdala and striatum, predominate
over prefrontal areas during youth [43, 44]. The change to
predominance of executive prefrontal regions in adulthood reflect
a potential neurobiological basis for improvements in emotion
regulation which is critically impaired in affective disorders [45]
but also in borderline personality disorders [46].

Fig. 1 Age of onset of mental disorders. Distribution of age of onset of mental disorders in the general population based on the meta-
analysis by Solmi et al. [9]: Meta-analytic epidemiologic proportion (y-axis) for anxiety disorders (5.5/15.5 years), substance use disorders (19.5
years), schizophrenia/psychotic disorders (20.5 years), eating disorders (15.5 years), personality disorders (20.5 years), obsessive-compulsive
(14.5) and mood disorders (20.5 years) (ICD-10 blocks). The dotted horizontal lines represent the peak age of onset for each diagnostic
category.
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One important manifestation of the predominance of limbic
processing over executive function is risk-taking behavior during
youth [47], such as substance abuse. Evidence suggests that the
likelihood of developing substance dependence is highest if
substance abuse is initiated before age 14 [48], suggesting a
sensitive period that is closely related to ongoing changes in
incentive salience as well as changes in dopaminergic neuro-
transmission in the striatum and PFC [49] which is permanently
altered by drug abuse [48]. In addition, tetrahydrocannabinol
(THC), the principal psychoactive constituent of cannabis, may
lead to a permanent disruption of E/I-balance and cognition
during youth but not during adulthood [50].
Finally, converging findings have highlighted the possibility of a

sensitive period for the development of the social-cognitive
processes [51, 52]. Social cognition includes several domains,
including theory of mind, emotion processing, and social cue
identification, that have been linked to specific brain regions, such
as the medial prefrontal cortex (mPFC) and tempo-parietal
junction (TPJ) [53]. Recent evidence suggests that self-oriented
thinking overlaps with regions required for understanding others,
suggesting that the development of identity, a core task for
youths, is an overlapping and intertwined process [52].
Reward circuits are particularly sensitive to peer influence

during this age group, which can be related to higher levels of
risk-taking behavior in social settings [54], and peer evaluations
affect the self-image more than during other developmental
periods [55]. Social interactions are also a necessary environmental
exposure for establishing adult social behavior [56], a particularly
pertinent issue given the widespread reduction of social interac-
tions during the COVID-pandemic [57].

DEVELOPMENTAL CASCADES, THE ENVIRONMENT, AND
SOCIAL-CULTURAL CONTEXT
Youth is a unique period during human development character-
ized by the onset of puberty, followed by psychosocial milestones,
such as the separation from family, developing romantic attach-
ments as well as discovering one’s sexual orientation and identity.
The wide-ranging manifestations of youth across and within
cultures suggest that this phase is highly shaped by the
environmental context. Accordingly, understanding the relation-
ship between sensitive periods, environmental factors, and the
emergence of psychopathology necessitates the application of
appropriate theoretical and conceptual frameworks that address
the highly dynamic and context-dependent nature of this
developmental period that in turn can be harnessed to identify
risk and resilience factors for emerging mental ill-health.

The population neuroscience approach is well suited to
applying a life-course epidemiology paradigm to mental disorders
that acknowledges the complexity in time and space of
environmental and genomic factors [58, 59]. In this context, it is
important to understand and apply the concept of developmental
cascades, which is integral to population neuroscience approaches
in appreciating how transactions at different timescales (e.g.,
perinatal, infancy, adolescence, early adulthood), constructs
(cognition, mood, behavior), and levels (molecular, physiology,
individual, and social) have a domino effect on subsequent
development [60]. These developmental cascades refer to the
cumulative consequences of the many interactions and transac-
tions occurring during development that result in spreading after-
effects across levels, among domains at the same level, and across
different systems [61].
Developmental cascades are potentially a useful approach to

conceptualizing emerging psychopathology as many mental
disorders in adulthood frequently have precursors in non-
specific symptomatic manifestations during youth [62] but also
in childhood [63, 64]. Recent evidence suggests that the risk of
mental disorders is associated with elevated risk for other
disorders and that younger age of onset is a predictor of longer
duration of symptoms, comorbidity, and worse outcomes [19],
highlighting the importance of interventions to target the earliest
signs of mental ill-health.
Effects of specific environmental exposures on the outcomes of

mental disorders and their behavioral precursors can be
potentially mediated or moderated by a broad range of
contextual, cultural, and biological factors. Mediators and mod-
erators can, therefore, reveal time-sensitive windows for ther-
apeutic interventions that target remediation of the exposure,
mediating, or moderating factors. Thus, social media use has
differential effects depending on the developmental timing [65],
suggesting that sensitive periods during youth may be particularly
malleable by environmental exposures [66].
Until recently, conceptualizing the multitude of environmental

exposures and their contribution towards emerging psychopathol-
ogy has been challenging. The exposome represents the totality of
environmental exposures that an individual experiences from
conception throughout the lifespan as well as the interaction
among these exposures [67]. Choi et al. [68] examined genomic and
exposome influences on internalizing and externalizing symptoms
in youth, highlighting that additive and interactive influences of
the genome and exposome explained over 30% and 60% of
the variance in internalizing and externalizing symptoms while a
single environmental risk factor accounted for only 1% of the
variance.

Fig. 2 Sensitive periods during brain development. Overview of sensitive periods during brain development: The curves indicate the plastic
potential for different neural systems between 0 and 30 years of age: (a) threat-regulation involving cortical-hippocampal-amygdala circuits
(b) HPA-axis system (c) PFC/Connectivity subsumes local changes in PFC-properties (E/I-balance, Dopamine) as well as long-range connectivity
with cortical-subcortical target regions (d) Reward System comprising striatum and connectivity with PFC and (e) social-Cognitive Processes.
HPA-axis hypothalamic-pituitary-adrenal axis, PFC prefrontal cortex, E/I balance Excitation/Inhibition-balance, PFC prefrontal cortex.
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EMERGING PSYCHOPATHOLOGY AND DIAGNOSTIC
FRAMEWORK(S)
The onset of the majority of mental disorders during youth [9] as
well as the cascading and dynamic nature of psychopathology
during development [19] have important implications for diag-
nostic frameworks. However, current diagnostic systems (DSM-5,
ICD-11) have several shortcomings that require novel approaches
to enable early detection and intervention. While several
alternatives have been suggested, such as the Research Domain
Criteria [69] and the Hierarchical Taxonomy of Psychopathology
(HiTOP) [70], a developmental perspective on emerging psycho-
pathology is rarely explicitly addressed (but see [71, 72]). In
addition, both DSM-5 and ICD-11 do not allow a diagnosis to be
made if symptom expression is below a certain cut-off value, even
though there is established evidence for prodromal periods for
psychosis [73] and bipolar disorder [74] as well as possibly for
eating disorders [75], depression [76], and obsessive-compulsive
disorders [77] (Table 1).
CHR-P criteria were first developed for psychosis over 20 years ago

[78] and comprise Attenuated Psychotic Symptoms (APS), Brief (and
Limited) Intermittent Psychotic Symptoms (BLIPS or BIPS), and
Genetic Risk and Deterioration Syndrome (GRD) (for details see [73]).
CHR-P criteria are associated with high prognostic accuracy that is
comparable to other paradigms of preventative medicine [79]. Thus,
approximately 20% of individuals meeting CHR-P will develop a first
episode of psychosis (FEP) in the initial 2 years [80]. There is evidence
that clinical [81], cognitive [82], and neuroimaging measures [83]
constitute possible biomarkers that significantly increase accuracy
for predicting clinical outcomes in CHR-P participants.
Following the CHR-P paradigm, high-risk criteria were devel-

oped for bipolar disorders (CHR-BP) that comprise subthreshold
mania and depressive symptoms [84]. Cross-sectional studies have
indicated good internal reliability and consistency of these
instruments [74]. First evidence suggests that CHR-BP criteria are
associated with a conversion rate to bipolar disorder of 14.3%
within 12 months [85].
Building on the high-risk paradigm that is oriented along

established diagnostic categories, alternative approaches have
been advocated that reflect psychopathological dimensions
[19, 86]. The clinical staging framework positions individuals along
a multidimensional gradient of health to illness, capturing elements
of risk, onset, course, and trajectory of illness [87, 88] (Fig. 3).
Similar to clinical staging models in other areas of healthcare,
staging frameworks hold the promise of guiding treatment
selection, with less intensive interventions preferred at earlier
stages and interventions with a higher risk/benefit ratio reserved
for later stages [89].
Clinical staging models in youth mental health have been

described in increasing levels of detail with some organized
around specific diagnostic categories while others are transdiag-
nostic in nature [88]. The latter often aims to bridge the
nonspecific, pluripotent nature of early-stage phenomena with
more delineated presentations, extension to other dimensions of
illness, and added layers of comorbidity seen in later stages. In
integrating severity, multidimensionality, and pluripotentiality into
a single model, clinical staging should be guided to develop a
closer fit with youth-onset clinical syndromes with the ultimate
goal of clinical utility [88].
Preventive approaches in the broader population may, however,

require alternative approaches that are informed by data about
normative development as well as vulnerability and risk exposures.
Pediatric growth charts are a clinically valuable tool rooted in
normative development and reflecting both physiology and external
influences [90, 91]. Importantly, growth charts also allow the
prediction of specific traits, such as height and weight, and if
a deviation occurs then interventions to correct a possible
developmental anomaly can be implemented during sensitive
periods (Fig. 3).

A prerequisite for the application of growth charts in youth
mental health is the availability of normative developmental data
that comprise important domains of emerging psychopathology,
such as cognition, emotion regulation, and sleep [92]. These can
also be complemented by neuroimaging data, peripheral, digital,
and genetic information as well as information about known risk
factors and knowledge about sensitive periods. These multi-
dimensional mental health growth charts would determine where
an individual is located within normative development that in turn
then lead to appropriate stage- and risk-adapted interventions.

DEVELOPING AND IMPLEMENTING TOOLS FOR PREVENTION
AND EARLY INTERVENTION
The data on sensitive periods [23, 25, 33, 48, 49] as well as the
peak incidence of mental disorders during youth [9, 10] have
implications for service provision and treatments. Current
approaches and service models, however, remain primarily
organized around established diagnostic categories of mental
disorders in adulthood [88] that impose further barriers for early
intervention by the artificial distinction between child and
adolescent as well as adult mental health services [93]. Accord-
ingly, novel clinical approaches for youth mental health are
required that emphasize early intervention, low-threshold service
delivery, population-based prevention, novel technologies as well
as translational and interactional research models.

Sensitive periods and interventions for youth mental health
One important implication of sensitive periods during youth is
that the timing of interventions is potentially critical for illness
course and prognosis, suggesting that the plastic potential of
neural circuits can be harnessed to modify ongoing develop-
mental processes. Currently, however, substantial treatment
delays for the majority of syndromes with an onset during youth,
such as psychosis, bipolar disorders, and eating disorders, are
pervasive [74, 94, 95] (Table 1), ranging from 2-5 years.
Duration of untreated psychosis (DUP) is an important determi-

nant for symptomatic and functional treatment responses in FEP
patients [94]. Similar data are available for BP [96], obsessive-
compulsive [77] as well as eating disorders [95]. Moreover, there is
evidence from indicated prevention in FEP-populations [97],
suggesting that specialized psycho-social and pharmacological
interventions can improve clinical outcomes compared to standard
care [97]. In addition, there is evidence that CBT can reduce
transition rates in CHR-P participants [98]. However, a more recent
study suggested that clinical gains in FEP may not be sustained
beyond the first two years of treatment [99].
Recent studies have extended the early intervention approach

to personality disorders [100], substance abuse [101], and eating
disorders [102]. Specialized psycho-social interventions for youth
with borderline personality disorder (BPD) are effective in
improving functioning and access to care [13] and early detection
of eating disorders can improve prognosis, and decrease
morbidity and mortality [14].
In order to maximize the benefits of the early intervention, we

furthermore propose that behavioral and pharmacological inter-
ventions may benefit from incorporating data on sensitive periods
[103]. Data from animal models of schizophrenia, for example,
have shown that different behavioral and neurobiological inter-
ventions during the adolescent period but not during earlier or
later developmental windows can completely rescue cognitive
deficits and associated neural circuit dysfunctions [104–106].
The large majority of pharmacological and psycho-social

interventions applied to youths have been developed for adult
populations, potentially neglecting important differences in the
properties of neural circuits as well as psychological variables. For
example, a high proportion of youths with anxiety disorders do
not respond to cognitive-behavioral therapy (CBT) [107] which
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may be due to inherent differences in fronto-amygdala circuitry
[108]. Similarly, pharmacological interventions may also need to
be adjusted given the ongoing modifications in neurotransmitter
systems [34, 36].
A critical consideration in early pharmacologic intervention is

minimizing side-effects. For many young people, early adverse
experiences with psychotropic medication can reduce long-term
adherence with all psychiatric treatments. As a result, the early
intervention and the clinical staging models have encouraged
investigations into more benign pharmacological treatments
including “neutraceuticals”, that is, food or food products with
health and medical benefits, such as fish oil [109], N-acetylcysteine
[110], and cannabidiol [111], that may be suitable for targeting
emerging psychopathology.

Novel service models
The developmental timing of mental disorders and the unique
social-cultural embedding of youth highlight the need for novel
service models that also address the fact that young people
have the most limited access to mental health services across the
lifespan [16]. The first, and now most extensive example is
the Australian headspace model, a national youth mental health
service stream designed to provide highly accessible, youth-friendly
centers that promote and support early intervention for mental and
substance use disorders in young people [112, 113]. In addition to
these face-to-face services, headspace also runs a 24/7 nationwide
online support service (eheadspace; www.eheadspace.org.au).
This service model has now been implemented in several countries
[93].

A recent study investigated outcome data in 58.000 clients
examining self-reported psychological distress, quality of life, and
clinician-reported social and occupational functioning. The results
showed that approximately 70% of young people who attended
headspace centers in Australia significantly improved on at least
one outcome measure [114]. However, functional improvements
were observed in only 1/3 of cases which may reflect the fact that
interventions were too short and not very intensive [115].
Headspace is a prominent example but not the only available
model; further evaluations of youth mental health services are
currently being conducted globally [116–119].

Digital technologies
Early intervention approaches may also critically benefit from
incorporating digital mental health technologies with unique
opportunities and challenges [120]. However, Lettie et al. [121]
highlighted that few studies using digital approaches and
technologies targeting youth mental health have been replicated
or assessed in real-world clinical settings. Many studies remain
challenging to interpret given high rates of bias and few using
causal methods to assess impact [122]. Furthermore, currently
available commercial apps for youth mental health lack scientific
evidence [123].
In contrast, there is emerging evidence for hybrid-interventions

for youth mental health, involving both technology and some
degree of human support. For example, the Moderated Online
Social Therapy (MOST) offers intervention for youth diagnosed
with early-stage psychosis, depression, help-seeking young
people, and carers in a coherent platform [124–126]. New clinical

A B

C

Fig. 3 Diagnostic models in youth mental health. Diagnostic Models in Youth Mental Health: (A) diagnostic staging model focused on
symptoms and functioning. B A transdiagnostic, pluripotential staging model in which variable subthreshold symptoms may overlap but give
rise to a range of end-stage disorders. CHR indicates clinical high risk. C Growth Charts: Detection of emerging mental disorders in the general
population. Four proposed domains of assessment and their age sex- and age-adjusted norms are displayed. Once a threshold of divergence
from normative trajectories is reached, individuals could be offered options of closer tracking, more comprehensive assessments, or
preventative or clinical interventions. The latter would range from low-risk preventive interventions when such departures begin to manifest
clinically (at earlier stages), or treatment of manifest abnormalities that are functionally relevant and/or lead to distress (at later stages). Panels
(A, B) are adapted from [165].
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models offering telehealth visits combined with a smartphone
app, mindLAMP, involving both digital phenotyping for persona-
lizing care and digital interventions for practicing skills, also show
promise for rapidly reducing anxiety and depression-related
symptoms [127]. Furthermore, a new generation of apps, such
as EMIcompass, capture digital signals related to daily life (eg
sleep patterns, mood) and use that data to respond with
personalized and just-in-time support, thereby offering scalable
and customized support for youth [128].
Digital technologies can also be used to detect emerging

mental disorders outside established clinical pathways, an
important prerequisite for population-based preventive
approaches. In a recent study, a web-based screening platform
allowed the identification of youth with CHR-P status as well as
individuals with fully manifested psychosis with good sensitivity
and specificity [129]. Digital phenotyping methods can also aid in
relapse prediction by detecting changes in symptoms and
behavioral patterns unique to each youth that may be associated
with clinical deterioration [130]. Moreover, analysis of text
messages on social media, in combination with machine and
deep-learning techniques, may provide novel ways of identifying
emerging mental disorders [131].

Knowledge exchange between science and clinical care
The development of novel interventions for youth mental health
requires consideration of the unique possibilities and require-
ments needed to enable the targeted search for preventive
interventions and treatments. Specifically, we propose a bidirec-
tional knowledge exchange that is reframed as a three-way
interaction of democratizing research across researchers, clin-
icians, and youth with lived experience, including patients and
carers [132], targeting the discovery of risk factors, mechanisms,
and clinical responses to existing interventions in youth mental
health [133]. Limiting youth and their families from the knowledge
exchange network would be a critical oversight. Their participation
in all aspects of youth mental health is thus vital to ensure that
care provided is accessible, appropriate and effective. As such, co-
design of interventions and services is an important aspect of
youth mental health.

TOWARDS A PARADIGM FOR YOUTH MENTAL HEALTH
The converging findings from epidemiology, and basic and clinical
research provide a powerful and complementary imperative for a
“youth mental health paradigm” to guide science, practice, and
policies. These are motivated by the highly plastic properties of
neural circuits and associated cognitive and behavioral processes
during youth which coincide with the peak incidence of major
mental disorders between 12-25 years of age.
A critical implication of the timing of mental ill-health during

youth and from the developmental cascade model is a broader
focus on early manifestations of mental disorders as a primary
focus for targeted interventions to prevent the occurrence of long-
standing and chronic mental health conditions in adulthood [2]. In
our view, this will require a shift towards early intervention models
for a broad range of syndromes to enable selective and indicative
prevention, low-threshold services for youth mental health [93],
and population-based preventive approaches [8]. Here, prognostic
algorithms that utilize knowledge of risk factors in combination
with sensitive periods as well as biomarkers may be important for
guiding clinical decision-making (Table 1).
The available evidence that early intervention is effective in

psychosis [97, 134] as well as in other syndromes [8] together with
the large unmet need in young people that has recently dramatically
accelerated [9] provides additional impetus for such an endeavor.
Several avenues towards interventions and implementation for
youth mental health may follow from the framework outlined here
that can be tested in large-scale studies. Firstly, prevention may

focus on specific syndromes, such as the CHR-P paradigm vs.
broader transdiagnostic phenotypes in youth mental health [88].
Secondly, population-based approaches that target the earliest
manifestation of ill-mental health based on normative, develop-
mental data vs. secondary prevention in clinical settings. Finally, the
utility of knowledge derived from sensitive periods to guide the
development and implementation of interventions in youth mental
health remains to be demonstrated but could potentially be more
effective for changing developmental trajectories vs. the application
of established psycho-social and pharmacological therapies that
were developed for adult populations.
While ambitious in scope, the benefits of such a youth mental

health paradigm could be substantial and address the urgent
need to improve the treatment of the most vulnerable age group
for mental ill-health.
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