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the systems in which they live
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Alcohol is a known teratogen and prenatal alcohol exposure remains a major ongoing public health concern. Fetal
alcohol spectrum disorder has become the diagnosis for describing individuals who have been affected by prenatal
alcohol exposure. In this Viewpoint, we raise major concerns about its continued use as a diagnostic term in how it
perpetuates a misleading and outdated narrative about child development and maternal health. We argue that
the term fetal alcohol spectrum disorder has contributed to a culture of racism and discrimination for many who are
diagnosed with it. The term fetal alcohol spectrum disorder fails to capture the progress made in our collective
understanding of neurodevelopment through advancements in the field of genetics and in understanding the effects
of trauma and adversity. We call for urgent international collaborative action to review the use of it as a diagnostic
term and, more broadly, to reconsider the practice of diagnosing disabilities as medical illnesses. We suggest that this
practice fails to recognise that outcomes of functioning and participation in individuals are not only the results of health
conditions, but are also the products of complex interactions and experiences of individuals within the families and

societies in which they live.

Introduction

Alcohol is an established teratogen and prenatal alcohol
exposure can have substantial and lifelong adverse effects
on an individual’s health, neurodevelopment, and func-
tioning."* Effects of prenatal alcohol exposure are a major
ongoing public health concern globally.** Our concern is
that the use of fetal alcohol spectrum disorder as
a medical diagnostic entity has restricted underlying
conceptual validity and its use is flawed in practice at
the time of writing. From our perspectives, the harms
of using a medical diagnostic term that identifies
maternal alcohol use as the primary cause of a person’s
functional limitations outweigh the benefits.

This Viewpoint outlines a series of scenarios that we
have regularly encountered through combined decades
of clinical and academic experience as developmental
paediatricians working with children and families living
with fetal alcohol spectrum disorder. The child, family,
caregiver, clinician, and service provider narratives
included are combined experiences from many that we
have encountered asking similarly themed questions in
our clinical practices. We present these scenarios in
three major contexts: the child, the mother, and
the systems in which they live.

These scenarios highlight opportunities for progress,
innovation, and improved health outcomes. Collaborative
engagement from clinicians, researchers, policy makers,
and people with disabilities and their care and support
systems is needed across all areas of neurodevelopmental
medicine, mental health, and maternal and child health to
improve the practice of supporting individuals with
neurodevelopmental differences.® Fetal alcohol spectrum
disorder as a diagnostic term requires urgent attention
because it risks harm to those who receive it by perpetu-
ating a misleading and outdated discourse of maternal
and child health that fails to integrate the progress made
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Fetal alcohol spectrum disorder as a diagnostic term
perpetuates racism and discrimination among
marginalised groups that experience oppression within
existing systems of health care, education, and social
support, and might prevent the recognition of other
factors contributing to a child’s health or developmental
presentations

Fetal alcohol spectrum disorder-specific supports or
funding that require a diagnosis can create barriers to
care, especially when prenatal alcohol exposure cannot be
confirmed

Fetal alcohol spectrum disorder as a diagnostic term is due
for revision in the context of evolving concepts of
inclusion and acknowledgment that a person’s health and
functional outcome can be modified by personal, family,
and societal factors

Moving towards a non-categorical approach by use of

a broader diagnostic term, such as neurodevelopmental
disorder with qualifiers identifying areas of functioning
affected might be a solution

Ongoing documentation of prenatal alcohol exposure in
confidential health records should continue to provide
support for parents to minimise effects on future
pregnancies and to continue to support research and
policy decisions regarding the effects of prenatal alcohol
exposure
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in the past several decades in our collective understanding
of neurodevelopment, intersectionality, and public policy.

The context of the child

From a birth mother: “Unless you can prove with 100%
certainty that prenatal alcohol exposure is what caused my
child’s impairments, I will not accept this diagnosis. Can
you even prove it? What impact does my trauma history
have on my child’s development? Will this diagnosis
impact what treatment you'll provide my child?”

Determining causality

Correctly attributing a clinical presentation of neuro-
developmental differences solely to prenatal alcohol
exposure is problematic. Many adverse prenatal and
postnatal exposures are present in the context of prenatal
alcohol exposure’ and not accounting for these exposures
both compromises diagnostic validity and accuracy and
neglects the findings of contemporary clinical research.*™
The diagnostic methodology in fetal alcohol spectrum
disorder as a clinical diagnosis is also inherently flawed.
It is not acceptable to take a known risk factor from
population health and assume it to be a causal factor in
a specific individual.”” The effects of prenatal alcohol
exposure on neurodevelopment can be influenced by
the timing of prenatal exposure, dose, and duration, as
well as by genetic factors in the birthing parent and
infant that can alter the susceptibility of developing
neurodevelopmental differences as a result of prenatal
alcohol exposure.”

Among children diagnosed with fetal alcohol spectrum
disorder, an estimated 13-14% also have chromosomal
deletions and duplications that might be an additional or
better explanation for neurodevelopmental differences.**
Although many diagnostic guidelines for fetal alcohol
spectrum disorder suggest ruling out genetics and other
causes of a child’s presentation before confirming
fetal alcohol spectrum disorder, explicit and routine
recommendation for genetic investigations—such as
a microarray—is not the standard recommendation to date
in many diagnostic guidelines.” This practice increases
the risk of misattributing prenatal alcohol exposure as
the sole causal factor of neurodevelopmental differences in
some individuals where genetic factors might also be
present. It also increases the risk of underdiagnosing
genetic disorders in those affected by prenatal alcohol
exposure by attributing all health and neurodevelopmental
differences to prenatal alcohol exposure.

Adversity and neurodevelopment

Fetal alcohol spectrum disorder is disproportionately
diagnosed in children from marginalised and oppressed
living situations and has been identified as being more
prevalent in children from foster and adoptive homes,
orphanages, and institutions.”* Children living in these
settings often have adverse childhood experiences, such
as poverty, neglect, and maltreatment, which can also

have negative neurodevelopmental consequences indep-
endently of prenatal alcohol exposure.* Childhood
adversity, maternal adversity, and poor maternal nutrition
during pregnancy can also have implications for
epigenetic changes and lasting effects on health.”

Adverse childhood experiences alone are associated with
neurodevelopmental and mental health conditions, such
as learning difficulties, sleep disturbances, deficits in
cognitive and executive functioning, memory difficulties,
anxiety, sensory processing differences, attention
problems, substance use disorders, and depression.”* As
a result, assumed characteristics of fetal alcohol spectrum
disorder might be misattributed solely to prenatal alcohol
exposure, rather than from the cumulative effects
of genetics and other prenatal or postnatal adverse
exposures. It could be argued that a diagnosis, such as
fetal alcohol spectrum disorder, might not have been
accepted from its inception if the evidence that exists to
date about the cumulative effects of genetics, trauma, and
adversity had existed 50 years ago.

Evidence for fetal alcohol spectrum disorder-specific
interventions

Identifying a specific cause of a child’s functional
differences often has little to no practical implications for
the individual's management or care plans. A child’s
functional presentation is a better predictor of their need
for services and outcomes, rather than their specific
diagnosis. We suggest that the substantial time and
resource-intensive efforts needed to confirm prenatal
alcohol exposure as the primary cause of a child’s
neurodevelopmental presentation outweighs potential
therapeutic benefits.

There is, however, value in asking about prenatal alcohol
exposure for the surveillance of children who might have
an increased possibility of neurodevelopmental differ-
ences, to support early recognition and access to support.
If a parent is available to discuss the history of prenatal
alcohol exposure, these conversations can be opportunities
to mitigate risks for future pregnancies. Asking about
prenatal alcohol exposure is similar in importance
to asking questions about the presence or absence
of medications taken during pregnancy, gestational age at
birth, and other complications of the pregnancy and
delivery to understand factors and contexts that could
affect the presentation of the child.

In clinical practice, confirming prenatal alcohol
exposure as the primary cause of a child’s developmental
presentation is difficult, if not impossible, because
of the co-occurrence of other prenatal and postnatal risk
factors, medical factors, and family and social factors that
can affect brain development. We have two hypothetical
clinical scenarios, informed by our clinical experiences,
to illustrate this.

In the first scenario, a school-aged child aged 8-12 years
presented for a fetal alcohol spectrum disorder assess-
ment with substantial challenges in attention, affect
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regulation, executive functioning, academics, and
communication. Their history included birth at 29 weeks
gestational age, poorly controlled gestational diabetes,
poor maternal nutrition, inconsistent access to a health-
care provider, inter-partner violence during pregnancy,
and prenatal alcohol exposure. The neonatal period was
complicated by prolonged requirement of mechanical
ventilation, prolonged sedation, and recurrent episodes
of hypoxia. The child spent the first 2- 5 months of life in
the neonatal intensive care unit. The health history
of both parents included challenges with academics,
attention regulation, affect regulation, communication,
and executive functioning. Even with prenatal alcohol
exposure confirmed, it is clinically impractical to
distinguish which factor is the primary cause of the child’s
challenges. Furthermore, whether the cause of the child’s
functional challenges is prenatal alcohol exposure, rather
than any other aspect of their history, should not affect
which supports would be beneficial.

In a second scenario, a child was born at term with
an uncomplicated birth history, aside from little prenatal
care and a confirmed prenatal alcohol exposure history.
After birth, the child was in the care of a parent who had
difficulty providing a safe and secure attachment
relationship due to their own trauma history, unstable
health, no family supports, unstable housing, and low
income. The birthing parent had a history of school non-
completion, anxiety, depression, cognitive challenges,
and executive functioning difficulties. In the child’s early
life, they had unstable housing, food insecurity, substan-
tial emotional and physical abuse, and systemic barriers
restricting access to health-care services, mental health
care, and educational supports. The child also had
a history of recurrent ear infections and conductive
hearing loss that was not identified until the fetal alcohol
spectrum disorder assessment. The child had never been
to a dentist or optometrist for routine surveillance
or screening. In this scenario, it is again difficult
to confirm prenatal alcohol exposure as the primary
cause of a child’s developmental and behavioural
presentations.

When considering both scenarios, it is important to
highlight that as developmental paediatricians, we as
the authors frequently encounter children with similar
functional presentations who do not have prenatal
alcohol exposure. These scenarios illustrate how a focus
on prenatal alcohol exposure and its over-attribution as
the primary cause of a child’s challenges can distract
from relevant and potentially modifiable health and
public policy factors that could also contribute to, or
more positively affect, a child’s functional presentation.

Many specific and informed approaches to fetal
alcohol spectrum disorder highlight the importance
of trauma-informed care, the need for individualised
accommodations for functional differences, and aware-
ness of the effects of social factors on health outcomes.”
In addition, interventions studied in individuals with
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fetal alcohol spectrum disorder are also relevant to other
neurodevelopmental presentations and highlight that
these treatments are not specific to fetal alcohol spec-
trum disorder alone. Overall, evidence from high-quality
research to support specific interventions for fetal
alcohol spectrum disorder continues to be scarce.”**
Access to trauma-informed and culturally safe health
care that provides support by meeting the individual
needs of children and their families within the context
of their histories and communities should be
a standard of care for all children, not only children with
a history of prenatal alcohol exposure. The types and
intensity of support for an individual with prenatal
alcohol exposure or any other neurodevelopmental
difference are likely to change over the lifespan, whereas
a diagnosis might not. Adjusting supports on the basis
of functional needs, rather than on a diagnosis alone,
could allow for a more individualised approach
of providing support over the lifespan.

The context of the mother

From birth mothers: “When I tell people that my child
has fetal alcohol spectrum disorder I feel like I am
disclosing my personal and confidential history to
strangers. Not everyone at our school needs to know my
story. I'm trying to move on from my past, but now I also
have the knowledge that I caused my child’s condition,
and this will follow us both for life. Why do I have to
re-live my past to get the help my child needs?” From
adoptive parents: “I feel like I must disclose that I'm
an adoptive parent because otherwise teachers ask ques-
tions and I feel judged for things I didn’t do. It also
makes me worry about whether this diagnosis will
impact how my child sees their birth mother.”

Pregnancy, fetal health, infant health, and prenatal
alcohol exposure have traditionally been considered
the responsibilities of the mother.* This view absolves
the role of partners, communities, social policies, health
systems, and society from supporting the mother
throughout pregnancy and places the determination
of eligibility of a child for a fetal alcohol spectrum
disorder diagnosis on them. Fetal alcohol spectrum
disorder clinics face additional barriers to diagnosis
when mothers are missing, deceased, or unable to
confirm prenatal alcohol exposure.

Lyall and colleagues” identified five major themes that
affect a mother’s ability to modify alcohol use during
pregnancy: social relationships and norms, stigma,
trauma and other stressors, alcohol information and
social messaging, and access to trusted equitable care
and essential resources. Studies often focus on alcohol
use as an individual’'s choice and do not consider
the effects of structural or systemic factors on prenatal
alcohol wuse. Lyall and colleagues highlight that
a woman’s social identity in terms of race, socio-
economic status, and identity as someone with
a disability influences their relationship with alcohol
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and access to help through systems of care. These
factors cumulatively contribute to the circumstances for
prenatal alcohol use.

Furthermore, McGuire and colleagues® outlined
the web of risk factors and conditions that can contribute
to the occurrence of prenatal alcohol exposure, such as
nutrition, maternal socioeconomic status, maternal age,
marital status, other substance use, religion, parity,
pregnancy complications, antenatal care, access to
contraception, prenatal stress, maternal mental health,
intimate partner violence, alcohol use of partners and
family, and genetics, all of which affect presentations
of fetal alcohol spectrum disorder. This degree
of complexity is aligned with previous research that
identified the multidimensional context that contributes
to fetal alcohol spectrum disorder.”

Use of the term fetal alcohol spectrum disorder as
a public health prevention tool has limitations because
the diagnostic label does not capture the full scope
of causal factors that also require attention for preven-
tion to occur. The alcohol part of fetal alcohol spectrum
disorder is only part of the story, yet it remains
the primary focus of diagnosis and prevention strategies.
This practice continues to contribute to blame, shame,
and stigma of individuals, despite causal factors that are
often systemic.

In the context of health, education, and social
sectors within systems

From service providers, such as teachers, community
service providers, or policy makers: “In our publicly
funded system, diagnoses are required to access
supports. I worry that if we do not have a fetal alcohol
spectrum disorder diagnosis we will lose access to
funding and intervention supports that children can
only access with a diagnosis. I don’t really care what
they call it if the child gets what they need.” From clini-
cians: “Why are marginalised Indigenous children
living in the care of children’s services seen dispropor-
tionately in our fetal alcohol spectrum disorder clinic?”
Two major systemic factors stand out as barriers to
supporting children and families affected by prenatal
alcohol exposure: racism and the use of categorical
developmental diagnoses to describe variations in
functioning.

Racism

Higher rates of alcohol use during pregnancy increase
the odds of giving birth to a child with differences in
brain development, regardless of race.” This is consistent
with data from the southwestern USA that suggests there
is no significant difference in the prevalence of fetal
alcohol spectrum disorder by race, ethnicity, or socio-
economic status.” In fact, White women are reportedly
more likely to drink before and during pregnancy than
Black, African American, or Hispanic women, but they
are less likely than other groups to have a child identified

with birth-related outcomes related to their alcohol
consumption.”*

May and colleagues* suggested that factors such as
BMI, lifelong nutrition, and nutrition during pregnancy
could have substantial effects on the relative risk of a child
developing fetal alcohol spectrum disorder and that this
risk is further influenced by environmental, community,
and family factors that vary between individuals. These
differential health outcomes should be considered in
the context of systemic and structural racism and other
social and systemic factors that can influence health
outcomes.” Examples of these social and systemic factors
could include, but are not limited to, unstable housing or
homelessness, poverty, food insecurity, little access to
child care, growing up in a household with domestic
violence, little access to safe play spaces and recreation,
and little access to a primary care provider.

In Canada, there is an over-representation of fetal
alcohol spectrum disorder research in Indigenous
children and prevalence studies have historically
suggested that Indigenous populations have a higher
occurrence of fetal alcohol spectrum disorder than other
populations.”** However, there is also less research
of other neurodevelopmental conditions that occur in
childhood within Indigenous groups, such as autism and
cerebral palsy.” These differences can contribute to bias
in how resources are allocated within Indigenous
communities, further clinical referral biases, and
promote under-recognition of other non-prenatal alcohol
exposure health and neurodevelopmental differences in
Indigenous children, which can have implications on
health and developmental outcomes.

We have encountered situations in which Indigenous
children with intellectual developmental disorder have
been referred for fetal alcohol spectrum disorder
assessment without being offered genetic testing to
investigate other causes of their neurodevelopmental
differences. Offering a chromosomal microarray is
a standard of care for children with intellectual develop-
mental disorder and global developmental delay in
Canada.” In the combined experience of the authors,
when a chromosomal microarray has been completed,
pathogenic genetic variances have sometimes been able
to explain the child’s physical and neurodevelopmental
presentation in addition to, and sometimes better than,
their history of prenatal alcohol exposure. Evolving
evidence would support the clinical utility of also
offering exome sequencing for children with global
developmental delay or intellectual developmental
disorder, although this testing is not readily available
without referral to geneticists at our sites currently.® In
the meantime, we have offered referral to genetics for
further investigation of causes of global developmental
delays, even when prenatal alcohol exposure is present.
Referral bias that assumes an increased likelihood
that prenatal alcohol exposure is a cause of neuro-
developmental differences in Indigenous children
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could contribute to an increased risk of harm from
undiagnosed genetic disorders.

There is also the potential of underdiagnosis of autism
or other neurodevelopmental diagnoses by fetal alcohol
spectrum disorder assessment teams. In Canada, these
teams are generally not trained to complete autism assess-
ments and diagnoses, unless they are embedded in
developmental or health centres with other expertise.
Furthermore, in jurisdictions where there might be dispro-
portionately more social acceptance of specific funding for
autism, underrecognition of autism in Indigenous
populations could cumulatively contribute to an inequity
of access to supports and acceptance as well as increased
stigma and discrimination for Indigenous children with
neurodevelopmental differences.

We have observed that in some communities with high
Indigenous representation, multidisciplinary develop-
mental assessment teams and comprehensive health or
educational supports are designated for people with
suspected or confirmed fetal alcohol spectrum disorder
and there are fewer supports for individuals with other
neurodevelopmental differences. In these situations, if
a child with neurodevelopmental differences does not
have a confirmed prenatal alcohol exposure history, they
might not have access to the same quality of assessment
or supports. Increasing fetal alcohol spectrum disorder-
specific diagnostic assessment services and supports in
Indigenous populations without also increasing access to
more broad neurodevelopmental assessments and
supports risks restricting access to assessment and
support for Indigenous children without prenatal alcohol
exposure. Instead of diagnosis-specific approaches, using
non-categorical approaches to assess and support
functioning and participation for all children could
provide a more equitable and responsive way forward.

Categorical approaches

The practice of diagnosing mental health conditions or
neurodevelopmental disabilities dates to the 1980s.”
However, the diagnostic categories outlined in class-
ification systems, such as the Diagnostic and Statistical
Manual of Mental Disorders, are not distinct categories.
Individuals grouped within these diagnoses are hetero-
geneous in both genotype and phenotype.® Fetal alcohol
spectrum disorder has evolved in parallel to this process,
although there are many similar considerations. As
clinicians and researchers, we must ask whether
the diagnosis of fetal alcohol spectrum disorder has
served to reduce the prevalence of the condition, or
increase public awareness or acceptance of it.

Using categorical diagnostic terms, such as fetal alcohol
spectrum disorder, to establish eligibility for supports
and services is problematic because children with
the same diagnoses can have different functional needs.
Non-categorical approaches to neurodevelopmental
conditions, such as the WHO International Classification
of Functioning, Disability, and Health consider individual

www.thelancet.com/child-adolescent Vol 8 November 2024

factors of the child within the context of their living
situation and are evolving to become preferred approaches
in developmental paediatrics.””

Developing a culture that supports children for their
areas of functioning and goals for participation, rather
than for their diagnosis, could increase accessibility
of supports by allowing clinicians and therapists to
directly assess for and support the functional needs
of individuals, without having to wait for a physician to
confirm a diagnosis. This approach might also increase
accessibility to supports across the lifespan and allow for
supports to be adjusted, as different environmental
supports or adaptations are required in different contexts
over time as the individual's goals evolve.*

The creation of non-categorical approaches could
include a broad diagnosis, such as a neurodevelopmental
disorder, with secondary and modifiable specifiers high-
lighting areas of the child’s functioning that benefit from
support. An example would be neurodevelopmental
disorder benefiting from support for attention regulation,
motor skills, and communication. In this example,
the neurodevelopmental disorder would be the diagnosis
and the areas benefiting from support could be specifiers
that change over the course of the individual’s lifespan.
The option of adding a specifier for the cause
of the condition could be considered, although the benefits
of this—eg, from a research or population and public
health perspective—must be weighed against the potential
individual and societal harms as outlined above.

Removal of all neurodevelopmental diagnoses and
a shift towards functional descriptions could be a future
strategy. However, to date, many systems and policies are
rooted in biomedical models of diagnoses for the provision
of supports. We warn that at the time of writing this,
the complete removal of diagnoses aimed to identify and
validate the lived experiences of people with neuro-
developmental differences could cause more harms than
benefit. This could remain true until there is an inter-
national and collaborative commitment across all existing
neurodevelopmental diagnoses to evolve towards systems
based on the universal acceptance of equity across the full
spectrum of diverse presentations of functioning. Before
this happens, if the diagnosis of fetal alcohol spectrum
disorder is removed completely and not replaced, any or
all supports and resources for individuals affected by
prenatal alcohol exposure could be put at risk. Discussions
about changes to diagnostic approaches must anticipate
the effects of any proposed changes on individuals and
systems and seek to mitigate negative effects. A suggestion
would be to continue to encourage the universal practice
of asking about prenatal alcohol exposure prenatally and
during birth histories and to encourage the continued
documentation of prenatal alcohol exposure confidentially
in health records. These steps should be for the purpose
of potential risk-management strategies to support
parents, ongoing research, and policy-making decisions.
Identification of prenatal alcohol exposure should not be
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Search strategy and selection criteria

References for this Viewpoint were identified through
searches of PubMed with the search terms “FASD”,
“Neurodevelopmental Disabilities,” “disability”, “inclusion”,
“stigma”, “functioning”, “prenatal alcohol exposure”,
“genetics”, “trauma’, “adversity”, and “Indigenous” from
Jan 1,1990, to April 1, 2024. Articles were also identified
through searches of the author’s own files. Only full-text
articles and abstracts in English were reviewed. The final
reference list was generated on the basis of relevance to the

scope of this Viewpoint.

a requirement for determining eligibility for assessment
or supports.

A diagnosis implying prenatal alcohol exposure as
a primary cause of functional challenges could be
considered if a child presents with no other diagnosis
that captures their substantial functional difficulties, if
prenatal alcohol exposure is substantial, if no other major
contributing factors are likely, and only after genetic
testing—such as a microarray and potentially exome
sequencing—is completed to rule out other contributing
genetic factors. If prenatal alcohol exposure is not
confirmed directly by the parent or through readily
available birth records, until further evidence is available
we would suggest no further investigation or resource
allocation into confirming the presence or absence
of prenatal alcohol exposure until it is warranted. The
presence of a child’s substantial functional difficulties
should be sufficient evidence to provide further support
and developmental assessment, regardless of the cause.
Collective reflection is needed to reconsider the social
and ethical implications of a lifelong disability diagnosis
that hinges on birthing parents disclosing an otherwise
confidential, sensitive, and sometimes traumatic portion
of their own history.

Opportunities

International attention is urgently needed to address
the harms of using fetal alcohol spectrum disorder as
a diagnostic term. Fetal alcohol spectrum disorder
implies that prenatal alcohol exposure is the known and
primary cause of a person’s disability which is
an implication we argue is no longer tenable for most
individuals. Furthermore, as a diagnosis it perpetuates
stigma and outdated narratives of pregnancy, infant
health, and child health as the sole responsibility
of the mother, rather than a shared social responsibility
with their partners, communities, and society.

We strongly recommend that the term fetal alcohol
spectrum disorder be revised to consider the complex
interactions and cumulative factors that contribute to
neurodevelopment. Any future terminology or assess-
ment practices should strongly consider the effects
of these factors on the experiences of individuals living

with the condition. There should be deliberation on who
bears the cost of any future terminology and who
benefits. Decisions of whether a child receives supports
for functional challenges should not hinge on the require-
ment of a diagnosis, especially one that requires
disclosure of sensitive and potentially traumatic events
in the lives of their birthing parent.

This discussion on fetal alcohol spectrum disorder
highlights the need to realign our collective understanding
of neurodevelopment as a continuum and draw attention
to the barriers that arise within existing clinical practice
of assigning categorical diagnoses to differentiate ability
and disability to portions of this continuum. A more
person-centred, neurodiversity-affirming strategy could
be to develop common terminology to describe individuals’
function and required support. Preferences and priorities
of individuals with a history of prenatal alcohol exposure,
biological parents (especially mothers), and caregiving
families must be central to informing diagnostic
terminology and any changes to or discontinuation of fetal
alcohol spectrum disorder as a diagnostic term.

Conclusion

A child’s functioning is not static or predetermined by
their biomedical conditions. Outcomes of functioning and
health are influenced by factors outside of the child, such
as their family, community, and the social and political
systems in which they live. The difficulties with using
fetal alcohol spectrum disorder as a diagnostic term are
embedded in how systems of medical diagnosis, inter-
vention, and societal approaches focus on prenatal alcohol
exposure as a summative explanatory framework. This
approach has become restrictive. Changing diagnostic
and intervention approaches will be difficult, but if change
can be achieved through broad discussion and consensus
then much needed advancements in medicine, research,
equity, and health policies are possible. Asking difficult
questions about issues, such as fetal alcohol spectrum
disorder, are necessary steps towards providing more
equitable medical services and improving health and
developmental outcomes for all children.
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