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Abstract

Background/Objectives: Avoidant/restrictive food intake disorder (ARFID) involves
restrictive or avoidant eating causing clinically significant nutritional, medical, devel-
opmental, or psychosocial consequences without being primarily driven by weight- or
shape-related psychopathology. This review synthesizes evidence on diagnosis, risk assess-
ment, and treatment of ARFID in children and adolescents aged 0-18 years. Methods: We
conducted a clinically oriented narrative review informed by a targeted search of English-
language publications (1 January 2015-30 June 2026) in PubMed /MEDLINE, Embase, and
the Cochrane Library. Results: Nutritional deficiencies, growth faltering, pubertal disrup-
tion, and psychosocial impairment may occur across the weight spectrum. ARFID presents
through overlapping patterns of limited interest in eating, sensory-based avoidance, and
fear of aversive consequences. Assessment should integrate maintaining mechanisms,
consequences, and alternative diagnoses. Nutritional rehabilitation and psychological
intervention form the foundation of care, although controlled evidence remains limited.
One randomized trial reported greater weight gain with family-based treatment than with
individual psychoeducational motivational therapy in underweight children, without an
overall between-group difference in ARFID symptom severity. Pharmacotherapy has no es-
tablished efficacy and remains adjunctive. Conclusions: ARFID requires developmentally
informed, multidisciplinary assessment and individualized treatment informed by clinical
formulation. Prospective comparative studies are needed to clarify long-term outcomes
and treatment selection.

Keywords: avoidant/restrictive food intake disorder; children; adolescents; nutritional
deficiencies; growth faltering; pediatric feeding disorder; cognitive-behavioral therapy;
family-based treatment

1. Introduction

Avoidant/restrictive food intake disorder (ARFID) differs from anorexia nervosa (AN)
and bulimia nervosa (BN) in that food restriction is not primarily driven by fear of weight
gain or overvaluation of body shape and weight. Instead, ARFID may present with limited
interest in eating, avoidance related to the sensory characteristics of food, fear of aversive
consequences of eating, or overlapping combinations of these processes. These presen-
tations are clinically useful prototypes rather than exhaustive or mandatory diagnostic
categories. ARFID is defined in DSM-5-TR by persistent restrictive or avoidant eating
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that results in clinically significant nutritional, medical, developmental, or psychosocial
consequences [1]. These may include weight loss or faltering growth, nutritional deficiency,
dependence on oral nutritional supplements or enteral feeding, and marked psychosocial
impairment. The disturbance cannot be better explained by food unavailability or cultur-
ally sanctioned practices, and when it occurs alongside a medical condition or another
mental disorder, its severity must exceed that ordinarily associated with the co-occurring
condition [1].

Over the past decade, ARFID has gained increasing clinical recognition across child
and adolescent mental health services, pediatrics, gastroenterology, dietetics and multi-
disciplinary eating-disorder care. This likely reflects greater awareness of standardized
diagnostic criteria and growing recognition of the disorder’s medical, nutritional, and
psychosocial burden. ARFID occurs in children and adolescents aged 0-18 years, and its
clinical presentation and associated impairments may vary depending on the developmen-
tal stage [2,3]. Psychiatric comorbidity and gastrointestinal symptoms may complicate
clinical presentation and diagnostic formulation and may contribute to the maintenance
of food avoidance [3,4]. ARFID may therefore result in substantial impairment, including
disruption of age-appropriate functioning, greater medical compromise, and increased
likelihood of hospitalization [3].

Recent research has refined the clinical characterization of ARFID, supported the devel-
opment of disorder-specific assessment instruments, and generated emerging mechanistic
models relevant to case formulation and treatment. Current evidence favors a heteroge-
neous and dimensional conceptualization in which sensory processing, appetite regulation,
fear learning, interoception, neurodevelopmental traits, and environmental responses may
interact to shape clinical presentation and course [5,6]. Translating this heterogeneity into
clinically actionable decisions remains challenging. Effective assessment must integrate
the processes maintaining restriction with its nutritional, medical, developmental, and
functional consequences, because neither symptom description nor body weight alone
adequately captures clinical severity.

The previous literature includes both broad overviews of ARFID and reviews focused
on specific domains, such as epidemiology, gastrointestinal presentations, nutritional com-
plications, assessment, or individual treatment approaches. Building on this literature,
the present review provides an updated, pediatric-focused synthesis designed to support
multidisciplinary clinical decision-making. Its distinctive contribution is an integrated
pediatric framework linking the mechanisms maintaining restriction, the nutritional, med-
ical, developmental, and functional consequences of inadequate intake, and competing
diagnostic explanations with current evidence on multidisciplinary treatment. The review
also distinguishes ARFID-specific evidence from indirect evidence derived from pediatric
feeding disorder, food selectivity, autism, and other restrictive eating disorders.

The aim of this clinically oriented narrative review, informed by a targeted literature
search, is to critically synthesize current evidence on the diagnosis, clinical presentation
and course, comorbidity, putative mechanisms, medical and nutritional consequences, and
treatment of ARFID in children and adolescents. Particular emphasis is placed on clinically
relevant diagnostic boundaries, assessment of the mechanisms maintaining restriction and
the associated consequences, nutritional and medical risk across the weight spectrum, and
the strength and limitations of the available therapeutic evidence.

2. Methods

We conducted a clinically oriented narrative review of the literature on ARFID, in-
formed by a targeted literature search, to provide a pragmatic synthesis rather than an
exhaustive systematic review. The review covered ARFID nosology and diagnostic bound-
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aries, epidemiology, clinical presentation and course, assessment, nutritional and medical
sequelae, comorbidity, putative mechanisms, and treatment. Systematic reviews, meta-
analyses, clinical guidelines, and consensus statements were prioritized. Primary studies
and clinically relevant conceptual papers were included when they provided additional
evidence on specific clinical questions or addressed areas for which higher-quality evidence
was limited.

The literature search covered English-language publications from 1 January 2015
through 30 June 2026, including articles available online ahead of print by the latter
date. This period was selected to capture contemporary evidence following the intro-
duction and early clinical uptake of the DSM-5 diagnostic criteria for ARFID. Searches
were conducted in PubMed/MEDLINE, Embase, and the Cochrane Library using the
terms: “avoidant/restrictive food intake disorder (ARFID)”; “ ARFID AND selective eating”;
“ARFID AND sensory sensitivity”; “food neophobia”; “ARFID neurobiology”; “ARFID
complications”; “ARFID treatment”; “ARFID comorbidity,” and “ARFID therapy,” used
individually and in combinations. Titles and abstracts of potentially relevant publica-
tions, followed when appropriate by full-text review, were assessed independently by both
authors; discrepancies were resolved through discussion.

Studies involving children and adolescents were prioritized (0-18 years). Adult and
mixed-age studies were considered selectively when pediatric evidence was limited or
when their findings were directly relevant to the assessment, nutritional and medical risk,
putative mechanisms, or treatment of ARFID in younger populations. Publications were
considered when ARFID was the primary focus or when ARFID-specific findings were
reported separately within broader feeding- or eating-disorder populations. Case reports
and case series were included when they provided clinically relevant information on rare
complications or treatment approaches for which stronger evidence was unavailable. Evi-
dence derived from populations without a formal ARFID diagnosis, including picky eating,
pediatric feeding disorder, autism-related food selectivity, and selected adult populations,
was considered indirect and is identified as such throughout the review.

Sources were selected according to their relevance to the aims of the review and their
contribution to multidisciplinary pediatric practice. Evidence was synthesized thematically,
with attention to heterogeneity in age groups, study populations, diagnostic definitions,
assessment methods, outcome measures, and clinical settings. Because the search was
iterative and clinically targeted, formal PRISMA-style counts of identified, screened, and
included records were not maintained.

Consistent with the narrative design, no formal study-level risk-of-bias assessment or
quantitative synthesis was performed. Findings were interpreted in relation to study design,
sample size and population characteristics, methods used to define and assess ARFID,
clinical applicability, and consistency across studies. Conclusions were phrased cautiously
when evidence was limited, inconsistent, or derived predominantly from lower-level
study designs.

3. Epidemiology

Epidemiological estimates of ARFID in the pediatric population remain highly vari-
able and differ significantly depending on clinical settings, case identification methods, and
the operationalization of diagnostic criteria. In a systematic review focused on pediatrics,
reported prevalence estimates varied considerably by setting, ranging from 5% to 22.5%
in specialized eating disorder centers and from 32% to 64% in feeding disorder clinics,
whereas in samples of children and adolescents not referred to specialized care (nonclinical),
estimates ranged from 0.3% to 15.5% [2]. By comparison, in a preregistered meta-analysis
comprising 26 studies involving 122,861 participants and combining heterogeneous clini-
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cal and nonclinical samples of children and adults, the pooled prevalence of ARFID was
11.14% (95% CI: 8.16-14.50%) in a random-effects model. When a quality-effects model
was applied, the estimate decreased to 4.51% (95% CI: 0.70-10.68%), demonstrating the
marked sensitivity of pooled prevalence estimates to study quality and methodology and
limiting the direct generalizability of this estimate to the pediatric population [7]. Differ-
ences between studies also reflect whether ARFID was established based on a diagnostic
evaluation or inferred using screening tools or symptom-based definitions, which may
identify broader populations than those meeting the full diagnostic criteria [2,7].

Recent population-based findings have begun to address the limited evidence in
younger children. In a Swedish study of 645 preschool children, in which parent-reported
screening was followed by diagnostic interviews in screen-positive children and a randomly
selected group of screen-negative children, the estimated point prevalence of ARFID was
5.9% [8]. These findings extend the epidemiological evidence to early childhood but should
be interpreted in the context of the study’s screening-based case-identification procedure
and regional sample.

Data on incidence and demographic characteristics derive primarily from surveillance
studies. In a Canadian study of children and adolescents aged 5-18 years, the incidence
of ARFID was 2.02 per 100,000 (95% CI: 1.76-2.31), the mean age of identified cases was
13.1 years (SD 3.2), and 61.4% were female [3]. In a subsequent surveillance study conducted
among individuals aged 5-17 years across the United Kingdom and the Republic of Ireland,
the observed annual incidence was 2.79 per 100,000 (95% CI: 2.48-3.13) in the United
Kingdom and 0.73 per 100,000 (95% CI: 0.34-1.57) in the Republic of Ireland. The mean
age of identified cases in the overall sample was 11.2 years (SD 3.8), and 45.5% were
female [9]. These findings suggest that clinically identified ARFID cases include substantial
proportions of both females and males. The variation between surveillance systems may
reflect differences in case detection, reporting practices, referral pathways, and service
organization. These estimates describe cases recognized within healthcare systems rather
than true population incidence.

Broader reviews suggest that reported ARFID prevalence estimates may approach
those of other eating disorders in some populations and that ARFID can occur across
the lifespan. However, directly comparable population data remain limited, which may
contribute to variation across published estimates [10].

Evidence regarding the impact of the COVID-19 pandemic on ARFID remains limited.
A systematic review identified few relevant studies and found no clear evidence of an
increase in ARFID presentations during the pandemic period [11]. In contrast, substantial
increases in presentations and hospitalizations were documented for pediatric eating
disorders overall, particularly AN [12].

Overall, current prevalence estimates remain highly sensitive to diagnostic definitions,
assessment instruments, study populations, and clinical settings [2,7,10]. Much of the
available evidence derives from selected clinical or service-based samples, while robust
population-level data remain limited. Direct comparisons across studies are therefore
difficult, and epidemiological estimates should be interpreted cautiously.

4. Diagnostic Framework and Boundaries

The introduction of ARFID in DSM-5 in 2013 established a unified diagnostic frame-
work applicable across childhood, adolescence, and adulthood [13]. At the same time,
ARFID remains conceptually rooted in the developmental feeding disorder tradition, which
helps explain its position at the intersection of psychiatric, pediatric, and gastroenterolog-
ical perspectives [14]. The diagnosis replaced the DSM-1IV category of “feeding disorder
of infancy or early childhood,” which was restricted to younger children [15]. DSM-5-TR
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retained the overall diagnostic construct introduced in DSM-5 but revised the wording of
Criterion A to clarify the role of marked psychosocial impairment [1,13]. DSM-5-TR and
ICD-11 both recognize ARFID but differ somewhat in emphasis: DSM-5-TR (code 307.59)
more explicitly describes prototypical drivers of avoidance or restriction, whereas ICD-11
(code 6B83) places greater emphasis on insufficient amount and/or variety of intake and
the resulting physical or functional impairment [13,16].

In clinical practice, ARFID is not defined by dietary selectivity or the number of
accepted foods alone. Diagnosis depends on the persistence of avoidance or restriction and
the severity of its nutritional, medical, developmental, and psychosocial consequences in
relation to the individual’s developmental stage [1]. However, current diagnostic criteria
do not operationalize thresholds for significant weight loss or faltering growth, clinically
significant nutritional deficiency, or marked psychosocial impairment. DSM-5-TR also
provides no formal severity specifiers for ARFID. Severity must therefore be determined
through an integrated clinical assessment rather than a single anthropometric threshold [1].

In pediatric practice, diagnostic uncertainty commonly arises at several clinically
important boundaries. ARFID must be differentiated from developmentally normative
food selectivity, including food neophobia and picky eating. These behaviors are com-
mon in early childhood and may be transient [17,18]. Food neophobia and picky eating
are descriptive constructs rather than formal diagnostic entities in DSM-5-TR or ICD-11
and, unlike ARFID, are not defined by clinically significant somatic and/or psychosocial
consequences [19].

ARFID must also be considered in relation to pediatric feeding disorder (PFD), an
overlapping but conceptually distinct framework. PFD is an interdisciplinary functional
construct describing age-inappropriate oral intake associated with dysfunction in at least
one of four domains: medical, nutritional, feeding skill, and/or psychosocial [20]. ARFID
and PFD are not necessarily mutually exclusive; ARFID is a psychiatric diagnosis, whereas
PFD provides a broader functional framework that additionally captures feeding-skill
dysfunction [20].

Other important diagnostic boundaries include restriction associated with medical
conditions [4] and differentiation from anorexia nervosa or atypical anorexia nervosa [1];
these are discussed in detail in Section 7 and summarized in Table 1.

Table 1. Differential diagnosis and exclusion criteria for avoidant and restrictive eating in children
and adolescents.

Clinical Presentation

Predominant Basis or Driver

of Restriction

Clinical Consequences

Key Distinguishing Features

Avoidant/restrictive food
intake disorder (ARFID)

Limited interest in eating,
sensory sensitivity, and/or
fear of aversive consequences

Weight loss or growth
faltering, nutritional
deficiency, dependence on
nutritional support, and/or
marked psychosocial
impairment

Restriction is not primarily
driven by weight or shape
concerns; clinically significant
consequences are required.
AREFID is not diagnosed when
restriction occurs exclusively
during the course of AN or
BN

Developmentally typical
picky eating

Food neophobia and
preferences for familiar foods,
tastes, or textures

Usually no clinically
significant nutritional,
developmental, or
psychosocial impairment

A descriptive construct rather
than a formal diagnosis;
common and often transient
in early childhood, with
generally preserved growth
and functioning
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Table 1. Cont.

Clinical Presentation

Predominant Basis or Driver
of Restriction

Clinical Consequences

Key Distinguishing Features

Pediatric feeding disorder
(PFD)

Dysfunction in medical,
nutritional, feeding-skill,
and/or psychosocial domains

May include inadequate
intake, impaired feeding skills,
aspiration risk, nutritional
compromise, or caregiver
burden

Interdisciplinary functional
construct; feeding-skill
dysfunction is particularly
relevant; PFD and ARFID may
coexist

Anorexia nervosa or atypical
anorexia nervosa

Fear of weight gain, pursuit of
thinness, or overvaluation of
weight or shape

Weight loss, malnutrition,

medical instability, growth

disruption, and functional
impairment

Weight- and shape-related

psychopathology is central,

although it may initially be
minimized or concealed

Restriction associated with a
medical condition

Pain, nausea, dysphagia,

allergy, gastrointestinal

symptoms, or medically
indicated dietary restriction

Consequences may result
from the illness, reduced
intake, or both

ARFID should be considered
when restriction is
disproportionate to the
underlying condition, persists
despite treatment, or extends
beyond medically necessary
limitations

Restriction associated with
anxiety or OCD

Phobic fear of choking,
vomiting, or contamination;
obsessional concerns about

food safety or preparation

Variable nutritional and
psychosocial impairment

ARFID when restriction
exceeds anxiety or OCD alone
and causes clinically
significant consequences

Autism-related food
selectivity

Sensory sensitivity, rigidity,
insistence on sameness, and
restricted preferences

Long-standing narrow diet;
nutritional risk may occur at
normal weight

Autism does not preclude
ARFID; the diagnosis applies
when restriction and its
nutritional, medical,
developmental, or
psychosocial consequences
exceed those ordinarily
expected from autism alone.
Consider co-occurring PFD
when feeding-skill
dysfunction is present.

Food unavailability or
culturally sanctioned practices

Limited food access; culturally
or religiously sanctioned
fasting or dietary practices

Possible inadequate intake or
weight loss

DSM-5-TR exclusion: ARFID
is not diagnosed when
restriction is fully explained
by these circumstances

These presentations are not always mutually exclusive. Longitudinal reassessment may be required
when the motivation for restriction is unclear or when several mechanisms coexist. Abbreviations:
AN, anorexia nervosa; ARFID, avoidant/restrictive food intake disorder; BN, bulimia nervosa; OCD,
obsessive-compulsive disorder; PFD, pediatric feeding disorder.

Overall, these diagnostic boundaries require integrated assessment of chronicity, de-
velopmental context, the motivations and mechanisms underlying restriction, and the
severity of associated nutritional, medical, and psychosocial consequences [1,4,19,20].

5. Clinical Presentation

The clinical presentation of ARFID most commonly organizes around three over-
lapping profiles: limited interest in food or eating, sensory-based avoidance, and fear
of aversive consequences of eating [21]. Limited-interest presentations may involve low
appetite, reduced awareness of hunger, early satiety, or limited motivation to eat. Sensory-
based avoidance may relate to texture, taste, smell, temperature, appearance, or other
characteristics of food. Fear-based avoidance often develops in relation to anticipated chok-
ing, vomiting, pain, allergic reactions, or other distressing consequences. These profiles
are clinically useful prototypes rather than mutually exclusive diagnostic subtypes and
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may coexist or vary in prominence within the same individual. A mechanism-oriented
formulation therefore focuses on the processes that predominantly maintain restriction,
including diminished appetite or interest, sensory hypersensitivity and stimulus avoidance,
and fear-related safety behaviors [22].

The clinical course may differ according to the predominant presentation. Sensory-
based avoidance and limited interest in eating often develop gradually and may have a
longstanding course, whereas fear of aversive consequences may emerge more abruptly
after an identifiable event and result in a rapid reduction in intake. Across presentations,
severity may be expressed through weight loss or faltering growth, nutritional inadequacy,
prolonged or conflictual meals, avoidance of shared eating, and disruption of school, family,
and social functioning. Clinically significant impairment is not confined to individuals
with low body weight [21].

Prospective evidence suggests that ARFID may follow a persistent course, although
individual trajectories vary. In a 2-year study of 100 participants aged 9-23 years with full
or subthreshold ARFID, approximately half retained their original diagnosis during follow-
up, while 3% experienced diagnostic crossover to AN. Greater baseline severity of sensory
sensitivity and limited interest in eating predicted a higher likelihood of ARFID persistence
only at 1 year, whereas greater severity of fear of aversive consequences predicted a higher
likelihood of remission only at 2 years [23]. These findings suggest that dimensional ARFID
presentations may have prognostic relevance, although their generalizability to younger
pediatric populations and more diverse samples remains uncertain.

Psychiatric comorbidity is common, with anxiety disorders being the most consistently
reported. In pediatric studies, rates of anxiety disorders have ranged from 9.1% to 72% [2].
Obsessive-compulsive and depressive symptoms may also occur as part of the clinical
presentation [24]. Recent phenomenological and mechanistic work has drawn particular
attention to fear-driven presentations, sometimes termed fear-ARFID. Similarities to panic
disorder have been proposed, with heightened interoceptive sensitivity and catastrophic
interpretation of bodily sensations representing potential maintaining processes [25].

Neurodevelopmental comorbidity is also prominent. Pediatric studies have reported
autism spectrum disorder (ASD) rates ranging from 8.2% to 54.75% [2]. A meta-analysis of
21 studies involving 7442 participants estimated an ASD prevalence of 16.27% in ARFID
samples and an ARFID prevalence of 11.41% among autistic individuals [26]. In autistic
individuals, sensory processing differences, behavioral rigidity, and restricted preferences
may contribute to persistent restrictive eating. However, evidence regarding the mecha-
nisms underlying ARFID and the effectiveness of specific interventions in this population,
particularly among older children and adolescents, remains limited [27]. In a single study
of gender-diverse adults, ARFID symptoms were associated with autistic traits, ADHD
traits, and sensory sensitivities; however, the extent to which these associations apply to
pediatric populations remains uncertain, and the absence of a cisgender comparison group
precludes conclusions about between-group differences [28].

Gastrointestinal symptoms and disorders of gut-brain interaction (DGBI) are fre-
quently associated with ARFID and may interact bidirectionally with restrictive eating.
Gastrointestinal symptoms may trigger or reinforce avoidance, while persistent restric-
tion may worsen nutritional status, gastrointestinal functioning, and psychosocial im-
pairment [4]. ARFID and ARFID-like presentations may therefore occur in patients with
gastrointestinal disorders [29]. A recent systematic review of 23 studies involving 6211 par-
ticipants found substantial heterogeneity in the identification of ARFID in gastrointestinal
populations and cautioned that inconsistent application of full diagnostic criteria may
overestimate its prevalence. Fear of aversive gastrointestinal consequences was the most
consistently reported presentation [30].
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Restrictive eating may also become established in the context of organic gastroin-
testinal disease or medically indicated dietary restriction. In adults with inflammatory
bowel disease (IBD), observational findings indicate that ARFID may be present even
during inactive disease, with gastrointestinal-specific anxiety identified as a potential pre-
dictor [31]. In eosinophilic esophagitis (EoE), food elimination diets may be associated
with ARFID. These presentations may require coordinated gastroenterological, dietetic,
and psychological care [32].

6. Clinical Assessment

Clinical assessment of ARFID integrates dietary and feeding history with evaluation
of mental state, developmental context, psychosocial functioning, nutritional status, and
medical stability. Establishing the diagnosis requires evidence that avoidant or restric-
tive eating has resulted in clinically significant nutritional, medical, developmental, or
psychosocial consequences, together with careful consideration of alternative explana-
tions [33-36]. In children and adolescents, assessment should be developmentally informed
and multidisciplinary, with specialist involvement determined by the predominant clinical
features, mechanisms contributing to restriction, and severity of nutritional and somatic
compromise [33,35,36].

A pragmatic formulation can be organized around three core questions: why the pa-
tient is not eating adequately, which nutritional, medical, developmental, and psychosocial
consequences have emerged, and which alternative diagnoses or exclusion criteria must be
considered. Together, these questions provide an organizing framework for assessment,
while the relevant differential diagnostic considerations are discussed in the following
section [34,35].

Mechanism-oriented assessment evaluates the relative contribution of limited interest
in food or eating, sensory-based avoidance, and fear of aversive consequences, recognizing
that these mechanisms may overlap and vary across foods, settings, and over time [34,37].

Consequence-oriented assessment evaluates the adequacy and variety of habitual
intake, weight and growth trajectories, nutritional deficiencies, and dependence on oral
nutritional supplements or enteral feeding. Particular attention should be paid to ex-
cluded food groups, principal sources of energy and protein, and dependence on specific
brands, textures, preparation methods, supplements, or nutritional support. Nutritional
compromise can occur across the weight spectrum, and normal or elevated body mass
index does not exclude clinically significant dietary insufficiency. Psychosocial assessment
should address participation in school, social and family activities, shared meals, family
accommodation, mealtime conflict, and caregiver burden [33,34,36].

Medical risk assessment incorporates longitudinal weight, height, growth velocity,
pubertal development, hydration, cardiovascular status, and clinical signs of malnutrition
or nutrient deficiency. Laboratory testing should be guided by the duration and severity of
restriction, dietary composition, excluded food groups, physical findings, and suspected
deficiencies. Values within reference ranges do not necessarily exclude inadequate intake
or depleted nutritional reserves. Prolonged or severe restriction, rapid weight loss, and
significant undernutrition also require assessment of refeeding risk before nutritional intake
is substantially increased [33,34,36,38].

Information should be obtained from both the young person and caregivers. Care-
givers may provide important information about early feeding development, changes in
accepted foods, growth, meal duration, accommodation, and functioning across settings,
whereas direct exploration with the young person may reveal fears, sensory experiences,
bodily sensations, avoidance strategies, and psychosocial consequences. Discrepancies
between accounts are clinically informative and should be explored [36,37].
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Standardized instruments can improve the consistency and dimensional characteriza-
tion of assessment but do not replace clinical diagnosis. The Pica, ARFID, and Rumination
Disorder Interview (PARDI) provides a multi-informant, semi-structured assessment of
diagnostic criteria, symptom severity, and the relative contribution of the principal ARFID
presentations [37]. Brief questionnaires, including the Nine-Item ARFID Screen (NIAS) and
the PARDI-AR-Q, are more suitable for screening and dimensional symptom assessment
than for establishing the diagnosis [39,40]. General eating disorder instruments focused
primarily on weight- and shape-related psychopathology do not adequately capture the full
AREFID construct. Instrument selection should therefore consider age, developmental level,
available informants, clinical setting, language version, and validation status, as cutoff
values and psychometric performance remain incompletely established across pediatric
populations [34,37,39,40].

7. Differential Diagnosis

Differential diagnosis requires consideration of developmentally typical food selec-
tivity, pediatric feeding disorder, somatic contributors, particularly gastrointestinal and
swallowing-related conditions, anxiety and obsessive—-compulsive psychopathology, and
weight- or shape-driven eating disorders [17-20,41,42]. When a medical condition or medi-
cally indicated dietary restriction is present, the central question is whether the severity
and persistence of food restriction remain proportionate to the underlying condition and
its treatment or have developed into a clinically maladaptive eating disturbance [42]. Per-
sistent restriction that exceeds what would be expected from the underlying condition or
results in clinically significant nutritional or psychosocial impairment supports the latter
interpretation [42].

A similar distinction is required in anxiety disorders and obsessive—compulsive disor-
der, including specific phobias and emetophobia. Assessment should determine whether
reduced intake occurs only as a consequence of the primary anxiety process or represents a
persistent avoidant or restrictive eating pattern that independently meets diagnostic criteria
for ARFID [41,43]. The presence of anxiety, obsessive-compulsive symptoms, or a neu-
rodevelopmental condition does not preclude ARFID when the eating disturbance exceeds
what would ordinarily be expected from the co-occurring condition and results in clinically
significant nutritional, medical, developmental, or psychosocial consequences [41].

Differentiation from AN and atypical AN is particularly important. A recent systematic
review and meta-analysis of 22 comparative studies found that, compared with young
people with AN, those with ARFID were younger, included a higher proportion of males,
had higher odds of anxiety and lower odds of depressive disorders, and were less frequently
hospitalized. Comparisons with BN similarly showed younger age, a higher proportion of
males, and lower odds of depressive disorders [44]. These group-level differences, including
differences in psychiatric comorbid symptom severity, may inform clinical expectations but
cannot distinguish the disorders in an individual patient [44,45].

Clinical evaluation therefore requires direct exploration of fear of weight gain, over-
valuation of weight or shape, compensatory behaviors, and other motivations for restric-
tion [41,46]. ARFID-related and shape/weight-related motivations may overlap in some
patients [46]. Conversely, concern about low weight or the somatic consequences of malnu-
trition should not in itself be equated with weight- or shape-driven restriction.

In diagnostically ambiguous presentations, ARFID and AN or atypical AN may need
to be considered in parallel. The clinical formulation should explicitly document the
presence or absence of weight- and shape-related motivation, compensatory behaviors,
eating-related fear, sensory avoidance, and limited interest in eating. When uncertainty
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persists, longitudinal reassessment may help clarify whether weight- or shape-related
motivations emerge or whether ARFID-related motivations remain predominant [41,46].

The principal clinical features relevant to the differential diagnosis of avoidant and
restrictive eating in children and adolescents are summarized in Table 1.

Finally, longitudinal documentation of ARFID symptom severity and its medical,
nutritional, developmental, and functional consequences supports monitoring of treat-
ment response. Where feasible, standardized outcome measures may improve consistency
and comparability across clinical settings and over time [47]. Baseline and follow-up as-
sessment may also support evaluation of treatment outcomes and potential predictors of
response [48]. The following section summarizes the medical, nutritional, and developmen-
tal sequelae relevant to clinical monitoring and decisions regarding level of care.

8. Clinical Sequelae

In children and adolescents, ARFID may lead to medical, nutritional, and developmen-
tal sequelae resulting from insufficient energy intake, markedly restricted dietary variety,
or both [49,50]. A systematic review of 132 studies identified nutritional deficiencies, re-
duced bone mineral density, and cardiovascular abnormalities, including bradycardia and
hypotension in a subset of patients, and highlighted the need to monitor growth and pu-
bertal development [49]. Clinically significant complications may occur across the weight
spectrum; therefore, medical and nutritional risk cannot be inferred from body mass index
alone [49] (Table 2).

Table 2. Clinical risk domains, suggested monitoring, and considerations for escalation of care in

pediatric avoidant/restrictive food intake disorder.

Risk Domain

Key Clinical Indicators

Suggested Monitoring

Considerations for
Escalation of Care

Physiological instability

Syncope, bradycardia,
hypotension, orthostasis,
hypothermia, dehydration,
or suspected arrhythmia

Vital signs, orthostatic
measurements,
temperature, hydration
status, and ECG when
indicated

Urgent medical assessment;
inpatient stabilization
when abnormalities are
clinically significant
[49,51-54].

Inadequate intake,
nutritional dependence, or
rapid weight loss

Progressive restriction in
amount or variety; limited
meals or portions;
inadequate energy, protein,
or fluid intake; rapid
weight loss or growth
faltering; increasing
dependence on fortified
foods, oral supplements, or
enteral feeding

Weight, height, growth
trajectory, recent weight
change, dietary and fluid
intake, excluded food
groups, principal energy
and protein sources, and
current nutritional support

Higher-intensity or
inpatient care when
nutritional or hydration
needs cannot be met safely,
or weight loss or growth
compromise progresses
[49,53-57].

Micronutrient deficiency

Extremely narrow diet;
exclusion of major food
groups; dependence on a
limited range of foods,
brands, textures, or
preparation methods;
fatigue, pallor, bruising,
mucocutaneous,
neurologic, or visual
symptoms

Dietary history; blood
count, ferritin, vitamin B12,
folate, and 25(OH)D;
vitamin C, vitamin A, zinc,
and thiamine when
indicated

Urgent assessment for
severe or potentially
irreversible complications;
suspected thiamine
deficiency requires
treatment without awaiting
laboratory confirmation
[49,58-61].
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Table 2. Cont.

Risk Domain

Key Clinical Indicators

Suggested Monitoring

Considerations for
Escalation of Care

Refeeding risk

Prolonged or severe
restriction; minimal intake;
rapid or substantial weight

loss; very low weight;

Phosphate, potassium,
magnesium; fluid balance;
cardiac and neurological

Inpatient nutritional
rehabilitation with
electrolyte monitoring and
supplementation when risk

Growth, puberty, and bone

prev1ous.refgedmg status is high [52-54,56].
complications
Crossing growth Longitudinal growth Specialist assessment;

percentiles; reduced height
velocity; delayed puberty;
menstrual disturbance;

trajectory, height velocity,
pubertal stage, menstrual

urgent evaluation of
low-trauma fractures;
higher-intensity care when

health e and fracture history,
prolonggd undernutrition; 25(0OH)D, and DXA when growth, pubertalf or
bone pain or low-trauma indicated skeletal abnormalities
fractures progress [38,50,55,62,63].
dysphagin choking, severe  Tdration intake, weight - C[EE CRONTEn
Gastrointestinal = aii (;leh dra’;gilon trajectory, mealtime cannot be mairzcained or
swallowing or/ inrl)pah,‘ed c}}Iewing é)r observation, and targeted when aspiration or
feeding-skill risk inability to manage gastrointestinal, significant swallowing

developmentally
appropriate textures

swallowing, oral-motor, or
feeding-skill assessment

dysfunction is suspected
[14,20,53,56].

Marked functional
impairment

School absence; inability to
eat outside the home;
avoidance of shared meals;
severe social or family
disruption; substantial
caregiver burden

School, social, and family
functioning;
age-appropriate
participation; caregiver
accommodation; mealtime
conflict; treatment response

Higher-intensity
multidisciplinary care
when impairment persists
or worsens despite
appropriately delivered
outpatient treatment
[33,34,36,53,56,64-66].

Decisions regarding level of care should be individualized according to medical stability, developmental
status, symptom trajectory, treatment response, available services, and local admission criteria. This table
is not a substitute for comprehensive medical assessment. Abbreviations: 25(0OH)D, 25-hydroxyvitamin
D; DXA, dual-energy X-ray absorptiometry; ECG, electrocardiogram. The monitoring and escalation
considerations presented in this table synthesize ARFID-specific observational evidence together with
pediatric eating disorder guidelines, consensus recommendations, and inpatient pathway literature.
They should not be interpreted as empirically validated ARFID-specific thresholds.

Micronutrient deficiencies are particularly relevant when dietary variety is severely
restricted, even when total energy intake is sufficient to maintain body weight. A qualitative
review of case reports and case series involving children and adolescents with autism or the
broad autism phenotype and restrictive eating consistent with ARFID identified scurvy as
the most frequently reported deficiency-related complication, often in patients whose body
weight remained within the expected range [58]. These findings illustrate how a narrowly
restricted diet may produce clinically significant and potentially severe deficiencies despite
apparently adequate weight status [49,58].

When restrictive eating begins before or during puberty, prolonged nutritional insuf-
ficiency may disrupt both linear growth and pubertal progression. A systematic review
of growth outcomes in restrictive eating disorders indicated that catch-up growth was
not universal and may be influenced by age at onset, duration of illness, and the degree
of nutritional recovery achieved during treatment [62]. Downward crossing of growth
percentiles is therefore clinically meaningful even when current weight or height remains
within population reference ranges [55].
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Prolonged restriction may also compromise skeletal development during a critical
period of bone mass accrual. Available comparative data indicate low bone mineral density
in underweight young people with ARFID, supporting explicit consideration of bone health
in this population [63]. Risk may be particularly relevant when restrictive intake coexists
with impaired linear growth, delayed pubertal development, or prolonged nutritional
inadequacy [50,62,63]. In the broader literature on restrictive eating disorders in young peo-
ple, impaired growth, pubertal disruption, and reduced bone mass may have longer-term
developmental consequences [62]. Cardiovascular abnormalities related to malnutrition
are often substantially reversible with nutritional rehabilitation, although the medical risk
profile associated with ARFID may differ in some respects from that observed in AN [51].

Rare but potentially severe or irreversible complications have been described at the
extreme end of the clinical spectrum. Nutritional blindness has been reported in ARFID
and may be especially difficult to recognize in younger children and those with ASD [59],
while Wernicke encephalopathy has been described in an 8-year-old child whose restrictive
eating was driven by fear of choking [60]. Although these reports describe uncommon
presentations and derive from lower-level evidence, they demonstrate the potential severity
of prolonged restriction, highly limited dietary variety, and delayed recognition. Consistent
with these observations, the Society for Adolescent Health and Medicine has emphasized
that medical complications in adolescents and young adults with ARFID may be compara-
ble in severity to those observed in anorexia nervosa [52].

The burden of ARFID extends beyond somatic and nutritional morbidity. Psychiatric
comorbidity, particularly anxiety disorders and, in a subset of patients, mood disorders,
is common and may increase treatment complexity [67,68]. A pediatric study indicated
reduced health-related quality of life, including poorer psychosocial and school function-
ing [64]. Direct ARFID-specific evidence on cognitive outcomes remains limited. The
broader pediatric nutrition literature supports an important role for adequate nutrition in
cognitive development; however, the extent to which attention or concentration difficulties
in ARFID are directly attributable to undernutrition or micronutrient deficiency remains
uncertain [69]. Parent-report and qualitative studies further describe substantial caregiver
burden, mealtime stress, and extensive adaptation of family routines to accommodate
restrictive eating [65,60].

Together, these medical, nutritional, developmental, and functional consequences
underscore the need to evaluate severity across multiple domains rather than relying on
body weight alone. They also provide the clinical context for the mechanistic models of
ARFID phenotypes and maintaining processes discussed in the following section.

9. Mechanisms and Neurobiology

ARFID is increasingly conceptualized as a heterogeneous disorder in which partially
distinct but overlapping mechanisms may lead to dietary restriction or avoidance. A
proposed three-domain neurobiological model links alterations in sensory perception,
homeostatic appetite regulation, and negative-valence systems with the three prototypical
ARFID presentations: sensory sensitivity, limited interest in eating, and fear of aversive
consequences [70]. This model is based in part on indirect evidence from studies involving
adult populations and mixed-age groups, which are considered potentially relevant to
pediatric ARFID due to the phenomenological similarity of sensory, appetitive, and anxiety
symptoms across age groups, rather than on direct confirmation in a pediatric population.
Within this framework, negative valence refers to fear responsiveness and aversive pro-
cessing that may strengthen avoidance in eating-related situations. The model provides a
dimensional framework for organizing clinical heterogeneity rather than a set of discrete
biological subtypes.
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The broader literature on children’s feeding difficulties highlights interactions between
individual predispositions, learning processes, and the feeding environment [71]. Indi-
vidual vulnerabilities, including sensory sensitivity and reduced responsivity to hunger
signals, may interact with caregiver responses, mealtime interactions, and feeding practices.
Responsive support and pressure to eat may have different effects depending on the child’s
predominant vulnerabilities. Clinical presentation and course may therefore emerge from
reciprocal interactions between individual predispositions and the feeding environment
rather than from a single causal pathway [70,71].

Neurodevelopmental traits may form part of this broader vulnerability profile. In
children and adolescents with ASD, atypical sensory processing and behavioral rigidity
have been associated with restrictive and atypical eating patterns, including presentations
consistent with ARFID [72]. Difficulties with cognitive flexibility and tolerance of uncer-
tainty may further influence food acceptance and adaptation to changing eating demands.
In some patients, ARFID may therefore be embedded within a broader developmental
phenotype, while still requiring assessment of the specific mechanisms and consequences
of the eating disturbance.

Mechanistic hypotheses have also incorporated gut-brain signaling and learning-
based processes. One conceptual model proposes that restricted intake and limited dietary
variety may alter gut microbiota diversity and microbial metabolites, which could in
turn influence appetite regulation, interoceptive processing, stress responsivity, and the
perception of food-related signals [73].

This hypothesis is based largely on studies of the microbiota in other conditions
associated with dietary restriction, rather than directly in the ARFID population; the
direction and clinical significance of these associations have not been established, and it
remains unclear whether changes in the microbiome contribute to ARFID symptoms, result
from restricted eating, or reflect bidirectional processes. In parallel, preclinical conditioned
taste-aversion paradigms have been proposed as a framework for understanding persistent
avoidance in pediatric feeding disorder and ARFID, particularly when food restriction
follows an aversive eating-related or medical experience. Evidence from these preclinical
models is indirect with regard to pediatric ARFID and is relevant primarily because it
provides a mechanistic framework for aversion learning rather than because it has been
empirically validated in children with ARFID; these models emphasize learned fear and
aversion, inhibitory learning, reconsolidation, and extinction [74].

The biological basis of ARFID remains substantially less characterized than that of
anorexia nervosa. ARFID-specific neuroimaging studies [75,76], together with broader
neuroimaging work in early-onset restrictive eating disorders [77], have identified struc-
tural and functional correlates involving frontal cortical regions, food-cue responsivity,
attention, multisensory integration, and neural systems implicated in aversive processing.
These findings provide indirect evidence with regard to pediatric ARFID; their potential
relevance derives from overlap in clinical phenotypes related to dietary restriction across
age and diagnostic groups rather than from studies conducted directly in representative
pediatric ARFID samples. These findings can be interpreted within the three-domain
model, particularly in relation to sensory processing, appetite and reward responsivity, and
negative-valence systems, but they are not yet sufficient to confirm, refine, or biologically
validate the proposed framework. Current neurobiological findings therefore complement
clinical formulation but do not support routine biomarker-based diagnosis, phenotyping,
or treatment selection.

From a transdiagnostic perspective, altered processing of gastrointestinal signals and
maladaptive interpretation of visceral sensations may also contribute to symptom mainte-
nance [78]. The evidence in this area comes primarily from studies on anxiety disorders and
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functional gastrointestinal disorders in adults, and its relevance to ARFID remains indirect,
stemming from the similarity in the mechanism of visceral hypersensitivity that underpins
avoidance behaviors, rather than from studies conducted directly in the ARFID population.
This framework may be particularly relevant to fear-based ARFID, in which heightened
sensitivity to gastrointestinal or swallowing-related sensations may reinforce avoidance.
Interoceptive processes may also be relevant to limited-interest presentations, although
direct ARFID-specific evidence remains limited [78]. However, the role of interoception
is likely to vary across patients and should be evaluated within an individualized clinical
formulation rather than assumed from the diagnostic label alone.

Taken together, current models support a dimensional and mechanism-informed
understanding of ARFID. Sensory processing, appetite regulation, fear learning, interocep-
tion, neurodevelopmental traits, gastrointestinal signaling, and the feeding environment
may contribute in different combinations across individuals and across stages of illness.
However, a substantial proportion of the available evidence remains indirect, deriving
from adult or mixed-age populations, neuroimaging studies, and preclinical models. The
available biological evidence remains preliminary and does not yet provide biomarkers
useful in clinical practice. These models offer a useful, though still hypothetical, framework
for clinical formulation and for generating hypotheses about how interventions might
target the processes most directly underpinning restriction or avoidance, rather than an
empirically validated strategy for treatment selection.

10. Treatment
10.1. General Principles

Treatment of ARFID in children and adolescents requires coordinated medical, nutri-
tional, psychological, and, when indicated, feeding-skill interventions [14,20,53,56]. Core
management principles include early identification, assessment of medical and nutritional
risk, restoration of adequate intake, reduction in avoidant or restrictive eating, and mul-
tidisciplinary care [53,56]. Primary care clinicians and pediatricians play an important
role in early recognition, initial medical assessment, coordination of care, and referral to
appropriate specialist services [53]. Treatment goals should address medical and nutritional
status, eating behavior, psychological symptoms, developmental needs, and functional
impairment and should be reviewed as the clinical presentation changes [14,20,53,56].

10.2. Nutritional Rehabilitation

Nutritional management aims to restore adequate energy and nutrient intake while
gradually increasing dietary variety and flexibility. Individualized strategies may use
accepted foods as a starting point and incorporate food chaining where appropriate. Dietetic
assessment should consider the amount and variety of habitual intake, excluded food
groups, principal sources of energy and protein, reliance on particular brands or methods
of preparation, and the use of fortified products, supplements, oral nutritional supplements,
or enteral nutrition [61]. Restoration of nutritional adequacy may need to precede broader
dietary expansion, particularly when rapid weight loss, growth faltering, medical instability,
or severe nutrient deficiency is present [56,61].

Micronutrient assessment and management should be guided by the dietary pattern,
clinical manifestations, and laboratory findings rather than inferred from body weight
alone. Marked exclusion of specific food groups may be associated with clinically signif-
icant deficiencies, including deficiencies of vitamin C, thiamine, vitamin A, iron, folate,
vitamin B12, vitamin D, calcium, or zinc [58,59,61]. Identified or strongly suspected de-
ficiencies require targeted dietary fortification or supplementation, with the route, dose,
and urgency determined by clinical severity [59-61]. When a severe deficiency associated
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with serious or potentially irreversible consequences is suspected, particularly thiamine
deficiency, treatment may need to begin before laboratory confirmation is complete [59,60].
Nutrient replacement should be accompanied by efforts to improve the long-term adequacy
and diversity of the diet rather than relying indefinitely on supplementation as the sole
intervention [59,61].

10.3. Level of Care and Feeding Support

Treatment should be provided in the least restrictive setting that can safely address the
patient’s medical, nutritional, psychiatric, developmental, and functional needs, with esca-
lation when these needs can no longer be managed adequately in outpatient care or when
medical instability develops [53,56]. When hospitalization is required, immediate priorities
include medical stabilization, safe nutritional rehabilitation, monitoring for complications
of malnutrition and refeeding, and formulation of an individualized multidisciplinary
treatment plan [54,56,57]. ARFID-specific inpatient pathways may reduce reliance on the
unmodified application of restrictive eating disorder protocols [57].

Oral nutritional rehabilitation is preferred when swallowing is safe and adequate
nutritional intake can be achieved by mouth [56]. Enteral feeding may nevertheless be
required when oral intake remains insufficient to achieve medical stabilization, prevent
further nutritional deterioration, or permit safe nutritional rehabilitation [56,57]. Evidence
directly comparing oral and enteral nutritional rehabilitation strategies in pediatric ARFID
remains limited [56]. Decisions regarding enteral nutrition should be based primarily on
medical and nutritional necessity while also considering the patient’s clinical presentation
and ability to participate in oral nutritional rehabilitation [56,57]. When enteral support is
used, it should be integrated thoughtfully into the multidisciplinary treatment plan [56,57].

Evidence for oral nutritional supplements derives from randomized trials in under-
weight children with picky eating rather than from trials conducted specifically in children
with ARFID. Oral nutritional supplements combined with dietetic counseling may sup-
port weight gain and improve selected growth outcomes, although evidence regarding
longer-term outcomes remains limited [79]. They should be used as adjuncts rather than
substitutes for interventions aimed at improving the adequacy and variety of the habitual
diet [61,79].

Some children require specific assessment of feeding or swallowing skills, particularly
when dysphagia, impaired chewing, oral-motor dysfunction, difficulty progressing to de-
velopmentally appropriate textures, or co-occurring pediatric feeding disorder is suspected.
When ARFID and feeding-skill dysfunction coexist, both domains should be addressed
within the multidisciplinary treatment plan [14,20].

10.4. Psychological Interventions

Psychological treatment is a central component of ARFID care, but the evidence base
remains limited [47,80]. A recent systematic review of 40 studies, including 17 studies in
a meta-analysis, found significant pre-to-post improvements in ARFID psychopathology,
body weight, anxiety, and depressive symptoms following psychological interventions
in adolescents and adults. However, the available evidence consisted predominantly of
case reports and case series, with very few quasi-experimental or randomized studies.
These findings therefore provide preliminary support for psychological interventions but
do not permit firm conclusions regarding their comparative or causal efficacy [80]. Com-
mon elements across evaluated interventions include psychoeducation, establishment of
regular eating, food exposure, strategies targeting anxiety and avoidance, and caregiver
involvement [47,80]. Treatment planning should consider the predominant maintaining
mechanism, developmental stage, and broader clinical context, although evidence support-
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ing formal matching of specific interventions to particular ARFID presentations remains
limited [47,81].

Cognitive-behavioral therapy for ARFID, or CBT-AR, is among the most clearly ar-
ticulated ARFID-specific approaches. It was developed for medically stable patients aged
10 years and older and is typically delivered over approximately 20-30 sessions in four
stages, using either an individual or family-supported format [81]. Preliminary uncon-
trolled studies have reported improvements in ARFID symptoms and dietary variety,
with weight gain among underweight participants, but adequately controlled evidence re-
mains limited [47,80]. CBT-AR targets three prototypic motivations for restriction—sensory
sensitivity, lack of interest or low appetite, and fear of aversive consequences—through
presentation-specific treatment components [22,81]. For presentations predominantly main-
tained by fear of aversive consequences, treatment may include graduated exposure to
feared foods and eating situations, reduction in safety behaviors, and exposure to feared
bodily sensations. Such adaptations draw on principles used in the treatment of anxiety
and panic disorders, although their ARFID-specific efficacy requires further investiga-
tion [25,81].

In autistic children and young people with severe food selectivity, feeding difficulties,
or co-occurring ARFID symptoms, behavioral interventions may increase food acceptance
and reduce challenging mealtime behaviors [72]. In autistic children under six years of age
with food selectivity, applied behavior analysis-based strategies, alone or combined with
other approaches, have been the most frequently evaluated interventions for improving
food acceptance and reducing challenging mealtime behavior, although that literature
explicitly excludes children with diagnosed eating disorders [82]. These approaches may
include reinforcement-based strategies, shaping, modeling, stimulus fading, and gradu-
ated exposure. Adaptation to the individual’s communication style, sensory profile, and
developmental level may be required [72]. However, the evidence remains heterogeneous
and derives predominantly from small studies of food selectivity and feeding difficulties,
particularly in younger children, rather than from controlled trials conducted specifically
in autistic children and adolescents with ARFID [72,82]. Improvements in acceptance of
particular foods or mealtime behavior should not automatically be interpreted as broader
improvements in nutritional adequacy, dietary variety, or ARFID psychopathology.

10.5. Family-Based and Parent-Focused Interventions

Family-based treatment for ARFID adapts the core principles of family-based treat-
ment to empower caregivers to take an active role in increasing the amount and/or variety
of food consumed. The immediate treatment emphasis may differ depending on whether
restriction is maintained primarily by sensory sensitivity, fear of aversive consequences, or
limited interest in eating. Caregiver involvement may include supporting meals, promoting
changes in dietary volume or variety, and challenging longstanding accommodation of
avoidant eating. The initial description of FBT-ARFID was based on three clinical cases and
therefore established the treatment model rather than its efficacy [83].

SPACE-ARFID is a parent-based intervention focused on parental responses to ARFID
symptoms and the reduction in family accommodation. In a small uncontrolled pilot
study, the intervention was feasible and acceptable and was associated with reductions in
ARFID symptom severity, impairment, and family accommodation, as well as increased
food-related flexibility [84]. These findings are preliminary because the study did not
include a control group. More broadly, the optimal selection, sequencing, intensity, and
duration of family-based and parent-focused interventions remain uncertain [47,83,84].

In a randomized clinical trial, 98 underweight children aged 6-12 years were assigned
to 14 sessions over four months of telehealth FBT-ARFID or individual psychoeducational
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motivational therapy. FBT-ARFID produced a significantly greater increase in percent
estimated body weight by the end of treatment. Both treatments were associated with
improvement in ARFID symptom severity, with no significant overall between-group
differences in ARFID symptom severity or other related ARFID symptoms; the weight gain
observed in the FBT-ARFID arm was not paralleled in the individual treatment arm [85].
These findings support FBT-ARFID for promoting weight gain in low-weight school-aged
children. Their generalizability to adolescents, patients without low weight, and patients
requiring intensive medical or feeding support remains uncertain [85].

10.6. Pharmacotherapy and Comorbidity Management

No medication has established efficacy for ARFID itself. At the time of the 2023
WESBP update, no randomized controlled trial of pharmacotherapy for ARFID had been
published [86]. When used in the context of ARFID treatment, pharmacotherapy is there-
fore adjunctive and generally off-label, targeting comorbid anxiety or depressive symptoms
or selected clinical barriers to nutritional rehabilitation, such as low appetite, rather than
the core disorder itself [86]. The 2023 WESBP update concluded that the available evidence
was descriptive and derived predominantly from case reports, case series, and retrospective
studies, frequently involving polypharmacy and concurrent psychological and nutritional
interventions, thereby limiting causal interpretation. The guideline assigned low evidence
(LoE C2) and weak recommendations (GoR 3) to mirtazapine, selective serotonin reup-
take inhibitors, and olanzapine [86]. A subsequent retrospective study of 87 hospitalized
children and adolescents found that mirtazapine treatment was associated with a shorter
hospital stay, fewer nasogastric-feeding days, and a faster rate of weight gain; however, its
nonrandomized design does not establish medication efficacy [87]. When medication is
considered, selection should be guided by the target symptoms, comorbidities, medical
and nutritional status, and adverse-effect profile, as there is insufficient evidence to support
differential pharmacological treatment according to ARFID presentation [86-88]. Pharma-
cotherapy should remain embedded within a comprehensive treatment plan that includes
medical monitoring, nutritional rehabilitation, and psychological intervention [86-88].

Psychiatric comorbidities and gastrointestinal symptoms may interact with avoidant or
restrictive eating, contribute to the persistence of food avoidance, and complicate nutritional
and psychological treatment [4,67]. Anxiety and depressive symptoms, neurodevelopmen-
tal conditions such as ASD and ADHD, and gastrointestinal complaints therefore require
concurrent assessment and appropriate management [4,68]. These conditions should be
addressed as parallel and interacting treatment targets within a coherent multidisciplinary
plan rather than treated in isolation from the eating disturbance.

As summarized in Table 3, current interventions are clinically promising, but the evi-
dence base remains constrained by the small number of randomized trials, heterogeneous
treatment models, and inconsistent or insufficiently validated outcome measures [47,80,85].
Evidence remains sparse or indirect for dietetic and feeding-skill interventions and for the
long-term maintenance of treatment gains, while comparative evidence supporting the
selection of interventions according to clinical presentation remains limited [20,47,56,80].
Accordingly, tailoring interventions to the mechanism underpinning food restriction should
currently be regarded as a clinical hypothesis requiring further empirical verification rather
than as an established therapeutic algorithm.
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Table 3. Current treatment approaches for pediatric avoidant/restrictive food intake disorder: clinical
role, evidence base, and key limitations.

Treatment Approach

Main Components and
Clinical Role

Evidence Base

Key Limitations

Medical and nutritional
management

Medical risk assessment;

restoration of adequate intake;

targeted correction of
nutritional deficiencies;
monitoring of growth,
hydration, electrolytes, and
refeeding risk; escalation of
care when required

Clinical guidance, reviews,
and inpatient pathway studies

Predominantly observational
and guidance-based evidence;
variable criteria for level of
care

Dietetic strategies and oral
supplementation

Accepted foods as a starting
point; individualized dietary
planning; gradual dietary
expansion; food chaining;
food fortification and oral
nutritional supplements when
indicated

Dietary reviews and indirect
randomized-trial evidence
from underweight children

with picky eating

Limited direct ARFID-specific
evidence; uncertain
generalizability; oral
nutritional supplementation
alone does not address
restricted dietary variety or
the mechanisms maintaining
avoidance

Feeding- and swallowing-skill
interventions

Assessment and treatment of
dysphagia, impaired chewing
or oral-motor function,
sensory-related feeding
difficulties, and
developmentally
inappropriate feeding skills
when present

Clinical reviews and
consensus literature on
ARFID-PFD overlap, with
indirect evidence from
pediatric feeding and autistic
populations

Limited ARFID-specific
evidence; heterogeneous
interventions; applicable
when feeding-skill
dysfunction, dysphagia,
sensory-related feeding
difficulties, or co-occurring
pediatric feeding disorder is
present

CBT-AR

Psychoeducation;
regularization of eating;
structured exposure;
reduction in avoidance and
safety behaviors;
presentation-specific
interventions targeting the
predominant mechanisms
maintaining restriction

Treatment-model descriptions,
preliminary uncontrolled and
mechanism studies, and
broader systematic-review
evidence

Controlled and comparative
evidence remains very limited;
most available studies are
uncontrolled, with limited
evidence regarding long-term
outcomes and generalizability
across age groups and clinical
presentations.

Fear-focused exposure-based
interventions

Graduated food, situational,
and interoceptive exposure
adapted from anxiety- and
panic-disorder treatment;
reduction in safety behaviors;
modification of catastrophic
beliefs

Conceptual and
treatment-model literature on
fear-driven presentations

Limited ARFID-specific
controlled evidence;
nonstandardized methods
and outcomes

Behavioral feeding
interventions in autistic
children and young people

Reinforcement, shaping,
modeling, structured
exposure, stimulus fading,
environmental adaptation,
and modification of
challenging mealtime
behaviors

Small and heterogeneous
studies of food selectivity and
feeding difficulties

Formal ARFID diagnosis often
absent; evidence derives
predominantly from younger
children; limited
generalizability and variable
intervention components
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Table 3. Cont.
Main Components and . s
Treatment Approach Clinical Role Evidence Base Key Limitations
Case studies and pilot studies;
one randomized clinical trial
Caregiver-supported (RCT) using telehealth
oo bl | shovedagre e OneRCruing ot
Family-based and ’ ywelg underweight children aged

parent-focused interventions

support for exposure and
dietary expansion;
modification of caregiver
responses to avoidance

percentage compared to
individual psychoeducational
motivational therapy, with no
overall difference between
groups in terms of ARFID
symptom severity.

6-12 years; limited
generalizability

Pharmacotherapy

Adjunctive, off-label
treatment of comorbid
symptoms or selected clinical
targets; examples include

Guidelines, reviews, case
reports, case series, and
retrospective studies

No established efficacy for

ARFID itself; no randomized

pharmacotherapy trials;
low-certainty evidence,

frequent polypharmacy, and

mirtazapine, SSRIs, and concurrent
olanzapine nonpharmacological
treatment

The evidence categories presented in this table are descriptive and do not constitute a formal GRADE
assessment. Treatment selection should be individualized according to the predominant maintaining
mechanisms, developmental stage, medical and nutritional risk, feeding and swallowing skill profile,
comorbidities, patient and family preferences, and availability of specialist services. Abbreviations:
ARFID, avoidant/restrictive food intake disorder; CBT-AR, cognitive-behavioral therapy for ARFID;
FBT-ARFID, family-based treatment for ARFID; PFD, pediatric feeding disorder; SSRI, selective
serotonin reuptake inhibitor.

11. Limitations and Future Directions

This review should be interpreted in the context of both design-related limitations
and constraints inherent to the current ARFID literature. As a clinically oriented narra-
tive synthesis, it was intended to provide a pragmatic overview of evidence relevant to
clinical practice rather than a comprehensive systematic evaluation of all available studies.
Restriction to English-language publications may have resulted in the omission of rele-
vant evidence. No formal study-level risk-of-bias assessment was performed, limiting the
certainty with which the methodological quality of individual studies could be evaluated.
Evidence published after 30 June 2026 was not included. A further limitation is that, in
several areas where direct pediatric ARFID evidence is sparse, the review necessarily draws
on indirect evidence from related feeding, neurodevelopmental, gastrointestinal, or adult
populations. In addition, some of the monitoring and escalation considerations summa-
rized in Table 2 are derived from consensus-based guidance and the broader pediatric
restrictive eating disorder literature rather than from ARFID-specific empirical studies. The
conclusions are therefore shaped by both the scope of the selected literature and the quality
of the underlying evidence base.

A major challenge is the marked heterogeneity of ARFID research, including variation
in diagnostic operationalization, assessment instruments, study populations, outcome
definitions, and care settings. Differences between clinical and nonclinical samples and
between pediatric and mixed-age populations limit direct comparison and generalizabil-
ity across studies [47,89,90]. Interpretation is further complicated by uncertainty at the
boundaries of the ARFID construct, particularly in relation to restriction associated with
medical conditions and pediatric feeding disorder, as well as by inconsistent terminology
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across disciplines [4,20]. The limited geographic and cultural diversity of available samples
further constrains the applicability of findings across populations and settings [2,90].

Five broad evidence gaps remain. First, although emerging prospective evidence
has begun to characterize short-term course [23] and treatment studies have begun to
identify predictors of outcome [48], the natural history and long-term prognosis of ARFID
remain insufficiently understood. Large, developmentally stratified longitudinal cohorts
are needed to examine persistence, remission, diagnostic crossover, relapse, and functional
outcomes across key transitions from childhood through young adulthood [23,90].

Second, nutritional and feeding research lacks standardized approaches to dietary
assessment and micronutrient screening, clear evidence-based indications for targeted
supplementation, oral nutritional supplements, and enteral nutritional support, and robust
ARFID-specific evaluation of dietetic and feeding-skill interventions [20,56,61,79]. Long-
term data are also needed to determine how the timing and adequacy of nutritional
rehabilitation influence linear growth, pubertal development, and bone health [62,63].

Third, assessment and diagnosis remain limited by incomplete validation of instru-
ments across populations and clinical settings, together with the absence of harmonized
measures of symptom change and treatment response [39,40,91].

Fourth, mechanistic understanding remains preliminary: neurobiological evidence
remains limited, while gut-brain and microbiome models remain largely hypothesis-
generating rather than clinically actionable [70,73,75,76].

Fifth, comparative treatment evidence remains insufficient to determine which in-
terventions and treatment components work best, for whom, at which stage of illness,
and for which predominant maintaining mechanisms. The field continues to rely on rel-
atively few randomized trials, varied intervention formats and endpoints, and limited
evidence on maintenance of improvement, relapse, and presentation-specific treatment
selection [80,85,90,92].

Future research should prioritize prospective cohort studies and comparative trials
using clearly defined inclusion criteria, standardized diagnostic procedures, and core out-
come sets that capture nutritional, medical, psychological, developmental, and functional
outcomes [47,90]. Treatment studies should distinguish restoration of energy intake and
weight from improvement in dietary variety, reduction in fear and avoidance, greater
psychosocial participation, and decreased dependence on oral supplementation or enteral
feeding [47,92]. Studies should include culturally, geographically, and clinically diverse
populations and reflect the full range of settings in which ARFID is identified and man-
aged [2,90]. Pragmatic and implementation-oriented research is also needed to evaluate
stepped-care models, referral pathways, multidisciplinary treatment configurations, and
criteria for escalation and de-escalation of care in nonspecialist settings, including primary
care, pediatric, and gastroenterology services, using clinically meaningful somatic and
functional outcomes [53,90,93].

12. Conclusions

ARFID is a clinically significant and heterogeneous disorder whose severity cannot be
inferred from body weight, dietary variety, or symptom presentation alone. Avoidant or
restrictive eating may result in nutritional deficiency, impaired growth and development,
dependence on nutritional support, and marked psychosocial impairment across the weight
spectrum. Accurate recognition therefore requires an interdisciplinary perspective and
assessment of three linked domains: the mechanisms maintaining restriction, its nutritional,
medical, developmental, and psychosocial consequences, and competing diagnostic expla-
nations. Longitudinal growth and weight trajectories, dietary adequacy, micronutrient risk,
medical stability, psychosocial functioning, family accommodation, and caregiver burden
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should be considered together, because no single symptom or anthropometric measure
adequately captures clinical severity.

Treatment should be developmentally informed, multidisciplinary, and anchored in
explicit nutritional, medical, psychological, developmental, and functional targets. Nu-
tritional rehabilitation and psychological intervention form the foundation of care, while
selected patients may additionally require feeding- or swallowing-skill interventions. Phar-
macotherapy remains adjunctive and should target comorbid symptoms or selected clinical
barriers to treatment rather than ARFID itself. Despite emerging prospective and random-
ized evidence, major uncertainties remain regarding long-term prognosis, standardized
outcome measurement, optimal nutritional and feeding interventions, maintenance of
treatment gains, and comparative treatment effectiveness. Current evidence supports early
recognition, integrated assessment, and coordinated multidisciplinary care but does not yet
establish a single treatment algorithm or reliable presentation-specific treatment selection.
Primary care clinicians and pediatricians remain central to early identification, assessment
of medical and nutritional risk, and timely referral to appropriate services.

Author Contributions: Conceptualization, M.T.-N. and K.J.-K.; methodology, M.T.-N.; investigation,
M.T.-N. and KJ.-K.; writing—original draft preparation, M.T.-N.; writing—review and editing,
M.T.-N. and KJ.-K. All authors have read and agreed to the published version of the manuscript.

Funding: This research received no external funding.
Institutional Review Board Statement: Not applicable.
Informed Consent Statement: Not applicable.

Data Availability Statement: No new data were created or analyzed in this study. Data sharing is
not applicable to this article.

Acknowledgments: During the preparation of this manuscript, the authors used ChatGPT (GPT-5.6,
OpenAl) for English-language editing, checking the formatting of the text and tables, and technical
formatting of the existing reference list. The authors reviewed all output and take full responsibility
for the final content.

Conflicts of Interest: The authors declare no conflicts of interest.

References

1. American Psychiatric Association. Diagnostic and Statistical Manual of Mental Disorders, 5th ed.; American Psychiatric Association
Publishing: Washington, DC, USA, 2022. [CrossRef]

2. Sanchez-Cerezo, J.; Nagularaj, L.; Gledhill, J.; Nicholls, D. What do we know about the epidemiology of avoidant/restrictive
food intake disorder in children and adolescents? A systematic review of the literature. Eur. Eat. Disord. Rev. 2023, 31, 226-246.
[CrossRef] [PubMed]

3. Katzman, D.K.; Spettigue, W.; Agostino, H.; Couturier, J.; Dominic, A.; Findlay, S.M.; Lam, P-Y.; Lane, M.; Maguire, B.; Mawjee,
K,; et al. Incidence and Age- and Sex-Specific Differences in the Clinical Presentation of Children and Adolescents with Avoidant
Restrictive Food Intake Disorder. JAMA Pediatr. 2021, 175, €213861. [CrossRef] [PubMed]

4. Weeks, I.; Abber, S.R.; Thomas, J.J.; Calabrese, S.; Kuo, B.; Staller, K.; Murray, H.B. The Intersection of Disorders of Gut-Brain
Interaction with Avoidant/Restrictive Food Intake Disorder. J. Clin. Gastroenterol. 2023, 57, 651-662. [CrossRef] [PubMed]

5. Archibald, T.; Bryant-Waugh, R. Current evidence for avoidant restrictive food intake disorder: Implications for clinical practice
and future directions. JCPP Adv. 2023, 3, e12160. [CrossRef] [PubMed]

6. Fonseca, N.K.O.; Curtarelli, V.D.; Bertoletti, J.; Azevedo, K.; Cardinal, T.M.; Moreira, J.D.; Antunes, L.C. Avoidant restrictive food
intake disorder: Recent advances in neurobiology and treatment. J. Eat. Disord. 2024, 12, 74. [CrossRef] [PubMed]

7. Nicholls-Clow, R.; Simmonds-Buckley, M.; Waller, G. Avoidant/restrictive food intake disorder: Systematic review and meta-

analysis demonstrating the impact of study quality on prevalence rates. Clin. Psychol. Rev. 2024, 114, 102502. [CrossRef]
[PubMed]

https:/ /doi.org/10.3390/nul18193174


https://doi.org/10.1176/appi.books.9780890425787
https://doi.org/10.1002/erv.2964
https://www.ncbi.nlm.nih.gov/pubmed/36527163
https://doi.org/10.1001/jamapediatrics.2021.3861
https://www.ncbi.nlm.nih.gov/pubmed/34633419
https://doi.org/10.1097/MCG.0000000000001853
https://www.ncbi.nlm.nih.gov/pubmed/37079861
https://doi.org/10.1002/jcv2.12160
https://www.ncbi.nlm.nih.gov/pubmed/37753149
https://doi.org/10.1186/s40337-024-01021-z
https://www.ncbi.nlm.nih.gov/pubmed/38849953
https://doi.org/10.1016/j.cpr.2024.102502
https://www.ncbi.nlm.nih.gov/pubmed/39298990
https://doi.org/10.3390/nu18193174

Nutrients 2026, 18, 3174 22 of 26

10.

11.

12.

13.

14.

15.

16.

17.

18.

19.

20.

21.

22.

23.

24.

25.

26.

27.

28.

Dinkler, L.; Brimo, K.; Holméng, H.; Yasumitsu-Lovell, K.; Kuja-Halkola, R.; Kantzer, A.-K.; Omanovic, Z.; Suganuma, N.; Eitoku,
M.; Fujieda, M.; et al. Avoidant restrictive food intake disorder (ARFID) in Swedish preschool children: A screening study. J. Eat.
Disord. 2025, 13, 179. [CrossRef] [PubMed]

Sanchez-Cerezo, J.; Neale, J.; Julius, N.; Lynn, R.M.; Hudson, L.; Nicholls, D. Incidence of avoidant/restrictive food intake
disorder in children and adolescents across the UK and Ireland: A BPSU and CAPSS surveillance study. BMJ Open 2024, 14,
e088129. [CrossRef] [PubMed]

Hog, L.; Dinkler, L. Recent insights into the epidemiology of avoidant/restrictive food intake disorder (ARFID). Curr. Opin.
Psychiatry 2025, 38, 402-409. [CrossRef] [PubMed]

Maunder, K.; Markey, O.; Batchelor, R.; McNicholas, F. A systematic review of COVID-19 and the presentation of
avoidant/restrictive food intake disorder and avoidant/restrictive food intake disorder-like symptoms. BJPsych Open 2024, 10,
e56. [CrossRef] [PubMed]

Madigan, S.; Vaillancourt, T.; Dimitropoulos, G.; Premiji, S.; Kahlert, 5.M.; Zumwalt, K.; Korczak, D.J.; von Ranson, K.M.; Pador, P;
Ganshorn, H.; et al. A Systematic Review and Meta-Analysis: Child and Adolescent Healthcare Utilization for Eating Disorders
During the COVID-19 Pandemic. |. Am. Acad. Child Adolesc. Psychiatry 2025, 64, 158-171. [CrossRef] [PubMed]

Menzel, J.E.; Perry, T.R. Avoidant/Restrictive Food Intake Disorder: Review and Recent Advances. Focus 2024, 22, 288-300.
[CrossRef] [PubMed]

Noel, R.J. Avoidant restrictive food intake disorder and pediatric feeding disorder: The pediatric gastroenterology perspective.
Curr. Opin. Pediatr. 2023, 35, 566-573. [CrossRef] [PubMed]

Bryant-Waugh, R. Avoidant/Restrictive Food Intake Disorder. Child Adolesc. Psychiatr. Clin. N. Am. 2019, 28, 557-565. [CrossRef]
[PubMed]

Claudino, A.M.; Pike, KM.; Hay, P,; Keeley, ] W.; Evans, S.C.; Rebello, T.J.; Bryant-Waugh, R.; Dai, Y.; Zhao, M.; Matsumoto,
C.; et al. The classification of feeding and eating disorders in the ICD-11: Results of a field study comparing proposed ICD-11
guidelines with existing ICD-10 guidelines. BMIC Med. 2019, 17, 93. [CrossRef] [PubMed]

Cole, N.C; An, R; Lee, S.-Y.; Donovan, S.M. Correlates of picky eating and food neophobia in young children: A systematic
review and meta-analysis. Nutr. Rev. 2017, 75, 516-532. [CrossRef] [PubMed]

Taylor, C.M.; Emmett, PM. Picky eating in children: Causes and consequences. Proc. Nutr. Soc. 2019, 78, 161-169. [CrossRef]
[PubMed]

Silvers, E.; Erlich, K. Picky eating or something more? Differentiating ARFID from typical childhood development. Nurse Pract.
2023, 48, 16-20. [CrossRef] [PubMed]

Estrem, H.H.; Pederson, J.L.; Dodrill, P.; Romeo, C.; Thompson, K.; Thomas, J.J.; Zucker, N.; Noel, R.; Zickgraf, H.; Menzel, ].; et al.
A US-Based Consensus on Diagnostic Overlap and Distinction for Pediatric Feeding Disorder and Avoidant/Restrictive Food
Intake Disorder. Int. J. Eat. Disord. 2025, 58, 489-499. [CrossRef] [PubMed]

Karvay, Y. Considering a Functional Conceptualisation of Avoidant/Restrictive Food Intake Disorder (ARFID): A Systematic
Scoping Review of Emerging Evidence on ARFID. Eur. Eat. Disord. Rev. 2025, 33, 730-750. [CrossRef] [PubMed]
Burton-Murray, H.; Becker, K.R.; Breithaupt, L.; Gardner, E.; Dreier, M.].; Stern, C.M.; Misra, M.; Lawson, E.A.; Lj6tsson, B.; Eddy,
K.T.; et al. Cognitive-behavioral therapy for avoidant/restrictive food intake disorder: A proof-of-concept for mechanisms of
change and target engagement. Int. J. Eat. Disord. 2024, 57, 1260-1267. [CrossRef] [PubMed]

Kambanis, P.E.; Tabri, N.; McPherson, I.; Gydus, J.E.; Kuhnle, M.; Stern, C.M.; Asanza, E.; Becker, K.R.; Breithaupt, L.; Freizinger,
M.; et al. Prospective 2-Year Course and Predictors of Outcome in Avoidant/Restrictive Food Intake Disorder. J. Am. Acad. Child
Adolesc. Psychiatry 2025, 64, 262-275. [CrossRef] [PubMed]

Velimirovi¢, M.; Robison, M.; Abber, S.; Duffy, A.; Rienecke, R.D.; Manwaring, J.; Blalock, D.V.; Riddle, M.; Mehler, P.S.; Joiner,
T.E. Anxiety, Obsessive-Compulsive, and Depressive Symptom Presentation and Change Throughout Routine Eating Disorder
Treatment. Eur. Eat. Disord. Rev. 2025, 33, 490-502. [CrossRef] [PubMed]

Zickgraf, H.F,; Schwartz, R.A. Broadening the conceptualization of panic disorder to include the fear presentation of
avoidant/restrictive food intake disorder: The legacy of panic control therapy. Behav. Res. Ther. 2025, 185, 104677. [CrossRef]
[PubMed]

Sader, M.; Weston, A.; Buchan, K.; Kerr-Gaffney, J.; Gillespie-Smith, K.; Sharpe, H.; Duffy, F. The Co-Occurrence of Autism and
Avoidant/Restrictive Food Intake Disorder (ARFID): A Prevalence-Based Meta-Analysis. Int. |. Eat. Disord. 2025, 58, 473-488.
[CrossRef] [PubMed]

Keski-Rahkonen, A.; Ruusunen, A. Avoidant-restrictive food intake disorder and autism: Epidemiology, etiology, complications,
treatment, and outcome. Curr. Opin. Psychiatry 2023, 36, 438-442. [CrossRef] [PubMed]

Thomas, K.S.; Keating, J.; Ross, A.A.; Cooper, K.; Jones, C.R.G. Avoidant/restrictive food intake disorder (ARFID) symptoms
in gender diverse adults and their relation to autistic traits, ADHD traits, and sensory sensitivities. J. Eat. Disord. 2025, 13, 33.
[CrossRef] [PubMed]

https:/ /doi.org/10.3390/nul18193174


https://doi.org/10.1186/s40337-025-01369-w
https://www.ncbi.nlm.nih.gov/pubmed/40826131
https://doi.org/10.1136/bmjopen-2024-088129
https://www.ncbi.nlm.nih.gov/pubmed/39609023
https://doi.org/10.1097/YCO.0000000000001041
https://www.ncbi.nlm.nih.gov/pubmed/40956322
https://doi.org/10.1192/bjo.2023.655
https://www.ncbi.nlm.nih.gov/pubmed/38433590
https://doi.org/10.1016/j.jaac.2024.02.009
https://www.ncbi.nlm.nih.gov/pubmed/38431196
https://doi.org/10.1176/appi.focus.20240008
https://www.ncbi.nlm.nih.gov/pubmed/38988468
https://doi.org/10.1097/MOP.0000000000001267
https://www.ncbi.nlm.nih.gov/pubmed/37461875
https://doi.org/10.1016/j.chc.2019.05.004
https://www.ncbi.nlm.nih.gov/pubmed/31443874
https://doi.org/10.1186/s12916-019-1327-4
https://www.ncbi.nlm.nih.gov/pubmed/31084617
https://doi.org/10.1093/nutrit/nux024
https://www.ncbi.nlm.nih.gov/pubmed/28535257
https://doi.org/10.1017/S0029665118002586
https://www.ncbi.nlm.nih.gov/pubmed/30392488
https://doi.org/10.1097/01.NPR.0000000000000119
https://www.ncbi.nlm.nih.gov/pubmed/37991514
https://doi.org/10.1002/eat.24349
https://www.ncbi.nlm.nih.gov/pubmed/39679744
https://doi.org/10.1002/erv.3180
https://www.ncbi.nlm.nih.gov/pubmed/39921892
https://doi.org/10.1002/eat.24126
https://www.ncbi.nlm.nih.gov/pubmed/38213085
https://doi.org/10.1016/j.jaac.2024.04.010
https://www.ncbi.nlm.nih.gov/pubmed/38718975
https://doi.org/10.1002/erv.3160
https://www.ncbi.nlm.nih.gov/pubmed/39609357
https://doi.org/10.1016/j.brat.2024.104677
https://www.ncbi.nlm.nih.gov/pubmed/39729646
https://doi.org/10.1002/eat.24369
https://www.ncbi.nlm.nih.gov/pubmed/39760303
https://doi.org/10.1097/YCO.0000000000000896
https://www.ncbi.nlm.nih.gov/pubmed/37781978
https://doi.org/10.1186/s40337-025-01215-z
https://www.ncbi.nlm.nih.gov/pubmed/39962613
https://doi.org/10.3390/nu18193174

Nutrients 2026, 18, 3174 23 of 26

29.

30.

31.

32.

33.

34.

35.

36.

37.

38.

39.

40.

41.

42.

43.

44.

45.

46.

47.

48.

Nicholas, ].K.; van Tilburg, M.A.L.; Pilato, I.; Erwin, S.; Rivera-Cancel, A.M.; Ives, L.; Marcus, M.D.; Zucker, N.L. The diagnosis of
avoidant restrictive food intake disorder in the presence of gastrointestinal disorders: Opportunities to define shared mechanisms
of symptom expression. Int. J. Eat. Disord. 2021, 54, 995-1008. [CrossRef] [PubMed]

Henriksen, S.B.; Hornemann, C.; Hulgaard, D.R. Avoidant-Restrictive Food Intake Disorder in Patients with Gastrointestinal
Disorders: A Systematic Review. J. Hum. Nutr. Diet. 2026, 39, €70226. [CrossRef] [PubMed]

Grossberg, L.B.; Mishra, K.; Rabinowitz, L.G.; Mecsas-Faxon, B.; Mandal, N.; Susheela, A.; Naik, A.; Patel, K.; Gallotto, M.;
Greenwood, T.; et al. A Multicenter Study to Assess Avoidant/Restrictive Food Intake Disorder in Patients with Inflammatory
Bowel Disease. Inflamm. Bowel Dis. 2025, 31, 2381-2389. [CrossRef] [PubMed]

Murphy, L.B.; Buckley, C.; O’Gorman, M.; Fitzgerald, S.; Muller, A.; Robson, ]. Avoidant and restrictive food intake disorder
among children with eosinophilic esophagitis. JPGN Rep. 2025, 6, 485-492. [CrossRef] [PubMed]

Fisher, M.; Zimmerman, J.; Bucher, C.; Yadlosky, L. ARFID at 10 years: A Review of Medical, Nutritional and Psychological
Evaluation and Management. Curr. Gastroenterol. Rep. 2023, 25, 421-429. [CrossRef] [PubMed]

Kambanis, P.E.; Thomas, J.J. Assessment and Treatment of Avoidant/Restrictive Food Intake Disorder. Curr. Psychiatry Rep. 2023,
25,53-64. [CrossRef] [PubMed]

Eddy, K.T.; Harshman, S.G.; Becker, K.R.; Bern, E.; Bryant-Waugh, R.; Hilbert, A.; Katzman, D.K.; Lawson, E.A.; Manzo, L.D;
Menzel, J.; et al. Radcliffe ARFID Workgroup: Toward operationalization of research diagnostic criteria and directions for the
field. Int. J. Eat. Disord. 2019, 52, 361-366. [CrossRef] [PubMed]

Brigham, K.S.; Manzo, L.D.; Eddy, K.T.; Thomas, J.J. Evaluation and Treatment of Avoidant/Restrictive Food Intake Disorder
(ARFID) in Adolescents. Curr. Pediatr. Rep. 2018, 6, 107-113. [CrossRef] [PubMed]

Bryant-Waugh, R.; Micali, N.; Cooke, L.; Lawson, E.A.; Eddy, K.T.; Thomas, J.J. Development of the Pica, ARFID, and Rumination
Disorder Interview, a multi-informant, semi-structured interview of feeding disorders across the lifespan: A pilot study for ages
10-22. Int. ]. Eat. Disord. 2019, 52, 378-387. [CrossRef] [PubMed]

Tanner, A.B.; Richmond, T.K. Assessing growth in children and adolescents with Avoidant/Restrictive Food Intake Disorder. J.
Eat. Disord. 2024, 12, 82. [CrossRef] [PubMed]

Ortiz, S.N.; White, ]J.P.; MacDermod, C.M.; Dinkler, L.; Thornton, L.M.; Johnson, J.; Guintivano, J.D.; Baker, J.H.; Bulik, C.M.;
Micali, N.; et al. Validating Online Parent- and Self-Report Screening Methods for Avoidant/Restrictive Food Intake Disorder. Int.
J. Eat. Disord. 2025, 58, 878-889. [CrossRef] [PubMed]

Burton Murray, H.; Dreier, M.].; Zickgraf, H.F.; Becker, K.R.; Breithaupt, L.; Eddy, K.T.; Thomas, ].J. Validation of the Nine Item
ARFID Screen (NIAS) subscales for distinguishing ARFID presentations and screening for ARFID. Int. . Eat. Disord. 2021, 54,
1782-1792. [CrossRef] [PubMed]

Golding, S.; Slevin, H.; McCulloch, A.S.; Birch, E.; Nikiforovski, A.; Sharif, N.; Ochando, D.C.; Elvins, R. Avoidant/restrictive
food intake disorder in children and young people: An update for clinicians. BJPsych Adv. 2026. Online ahead of print. [CrossRef]
Che, Y; Li, S.; Hu, X,; Hu, H.; Zhang, C.; He, C. Avoidant/Restrictive Food Intake Disorder in Adult Patients with Gastrointestinal
Diseases: A Concept Analysis Using Evolutionary Approach. Risk Manag. Healthc. Policy 2025, 18, 2063—-2080. [CrossRef]
[PubMed]

Zickgraf, H.F.; Murray, H.B.; Rigby, A. Avoidant/Restrictive Food Intake Disorder Symptoms are Common and Impairing in
Adults with Specific Phobia of Vomiting: An Exploratory Study in an Understudied Population. Psychol. Rep. 2025. Online ahead
of print. [CrossRef] [PubMed]

Blay-Borch, N.; Sanazario-Gonzélez, P.; Vila-del-Pozo, R.; Duque-Yemail, ].D.; Gisbert-Gustemps, L.; Setién-Ramos, I.; Martinez-
Ramirez, M.; Ramos-Quiroga, J.A.; Lugo-Marin, J. Clinical profiles of ARFID compared with anorexia and bulimia in young
people: A systematic review and meta-analysis. J. Eat. Disord. 2026, 14, 161. [CrossRef] [PubMed]

Wilson, D.; Krishnamorthy, G.; Mendes, R.A.; Withington, T.; Dalton, M.; Loxton, N.J. A Comparison of Psychiatric Comorbid
Symptomology Between Adolescents with Restrictive/Avoidant Food Intake Disorder, Anorexia Nervosa and Atypical Anorexia
Nervosa. Eur. Eat. Disord. Rev. 2026, 34, 113-124. [CrossRef] [PubMed]

Abber, S.R.; Becker, K.R.; Stern, C.M.; Palmer, L.P; Joiner, T.E.; Breithaupt, L.; Kambanis, PE.; Eddy, K.T.; Thomas, J.J.; Burton-
Murray, H. Latent profile analysis reveals overlapping ARFID and shape/weight motivations for restriction in eating disorders.
Psychol. Med. 2024, 54, 2956-2966. [CrossRef] [PubMed]

Willmott, E.; Dickinson, R.; Hall, C.; Sadikovic, K.; Wadhera, E.; Micali, N.; Trompeter, N.; Jewell, T. A scoping review of
psychological interventions and outcomes for avoidant and restrictive food intake disorder (ARFID). Int. |. Eat. Disord. 2024, 57,
27-61. [CrossRef] [PubMed]

Palmer, L.P.; Kambanis, P.E.; Stern, C.M.; Rossman, S.M.; Mancuso, C.J.; Andrea, A.M.; Burton-Murray, H.; Becker, K.R,;
Breithaupt, L.; Freid, C.; et al. Predictors of Outcome in Cognitive-Behavioral Therapy for Avoidant/Restrictive Food Intake
Disorder. Int. ]. Eat. Disord. 2025, 58, 647-653. [CrossRef] [PubMed]

https:/ /doi.org/10.3390/nul8193174


https://doi.org/10.1002/eat.23536
https://www.ncbi.nlm.nih.gov/pubmed/34028851
https://doi.org/10.1111/jhn.70226
https://www.ncbi.nlm.nih.gov/pubmed/41807274
https://doi.org/10.1093/ibd/izaf016
https://www.ncbi.nlm.nih.gov/pubmed/40222035
https://doi.org/10.1002/jpr3.70053
https://www.ncbi.nlm.nih.gov/pubmed/41245030
https://doi.org/10.1007/s11894-023-00900-w
https://www.ncbi.nlm.nih.gov/pubmed/37755631
https://doi.org/10.1007/s11920-022-01404-6
https://www.ncbi.nlm.nih.gov/pubmed/36640211
https://doi.org/10.1002/eat.23042
https://www.ncbi.nlm.nih.gov/pubmed/30758864
https://doi.org/10.1007/s40124-018-0162-y
https://www.ncbi.nlm.nih.gov/pubmed/31134139
https://doi.org/10.1002/eat.22958
https://www.ncbi.nlm.nih.gov/pubmed/30312485
https://doi.org/10.1186/s40337-024-01034-8
https://www.ncbi.nlm.nih.gov/pubmed/38877582
https://doi.org/10.1002/eat.24376
https://www.ncbi.nlm.nih.gov/pubmed/39918169
https://doi.org/10.1002/eat.23520
https://www.ncbi.nlm.nih.gov/pubmed/33884646
https://doi.org/10.1192/bja.2025.10192
https://doi.org/10.2147/RMHP.S520802
https://www.ncbi.nlm.nih.gov/pubmed/40568462
https://doi.org/10.1177/00332941251330531
https://www.ncbi.nlm.nih.gov/pubmed/40256877
https://doi.org/10.1186/s40337-026-01646-2
https://www.ncbi.nlm.nih.gov/pubmed/42157249
https://doi.org/10.1002/erv.70014
https://www.ncbi.nlm.nih.gov/pubmed/40682796
https://doi.org/10.1017/S003329172400103X
https://www.ncbi.nlm.nih.gov/pubmed/38801097
https://doi.org/10.1002/eat.24073
https://www.ncbi.nlm.nih.gov/pubmed/37876356
https://doi.org/10.1002/eat.24345
https://www.ncbi.nlm.nih.gov/pubmed/39676725
https://doi.org/10.3390/nu18193174

Nutrients 2026, 18, 3174 24 of 26

49.

50.

51.

52.

53.

54.

55.

56.

57.

58.

59.

60.

61.

62.

63.

64.

65.

66.

67.

68.

69.

70.

James, RM.; O’Shea, ].; Micali, N.; Russell, S.J.; Hudson, L.D. Physical health complications in children and young people with
avoidant restrictive food intake disorder (ARFID): A systematic review and meta-analysis. BM] Paediatr. Open 2024, 8, €002595.
[CrossRef] [PubMed]

Proctor, K.B.; Rodrick, E.; Belcher, S.; Sharp, W.G.; Kindler, ]. M. Bone health in avoidant/restrictive food intake disorder: A
narrative review. J. Eat. Disord. 2023, 11, 44. [CrossRef] [PubMed]

Friars, D.; Walsh, O.; McNicholas, F. Assessment and management of cardiovascular complications in eating disorders. J. Eat.
Disord. 2023, 11, 13. [CrossRef] [PubMed]

Society for Adolescent Health and Medicine. Medical Management of Restrictive Eating Disorders in Adolescents and Young
Adults. J. Adolesc. Health 2022, 71, 648-654. [CrossRef] [PubMed]

Bohon, C.; Le Grange, D.; Attia, E.; Golden, N.H.; Steinberg, D. United States-based practice guidelines for children and
adolescents with eating disorders. J. Eat. Disord. 2025, 13, 66. [CrossRef] [PubMed]

Stoody, V.B.; Garber, A.K.; Miller, C.A.; Bravender, T. Advancements in Inpatient Medical Management of Malnutrition in
Children and Adolescents with Restrictive Eating Disorders. . Pediatr. 2023, 260, 113482. [CrossRef] [PubMed]

Tanner, A.B. Unique considerations for the medical care of restrictive eating disorders in children and young adolescents. |. Eat.
Disord. 2023, 11, 33. [CrossRef] [PubMed]

Cucinotta, U.; Romano, C.; Dipasquale, V. A Systematic Review to Manage Avoidant/Restrictive Food Intake Disorders in
Pediatric Gastroenterological Practice. Healthcare 2023, 11, 2245. [CrossRef] [PubMed]

Bern, E.M.; Milliren, C.E.; Tsang, K.K.; Mancini, L.A.; Carmody, ].K.; Gearhart, M.G.; Eldredge, O.; Samsel, C.; Crowley,
M.; Richmond, T.K. Variation in care for inpatients with avoidant restrictive food intake disorder leads to development of
a novel inpatient clinical pathway to standardize care. J. Eat. Disord. 2024, 12, 66, Correction in J. Eat. Disord. 2024, 12, 73.
https:/ /doi.org/10.1186/s40337-024-01035-7. [CrossRef] [PubMed]

Yule, S.; Wanik, J.; Holm, E.M.; Bruder, M.B.; Shanley, E.; Sherman, C.Q.; Fitterman, M.; Lerner, J.; Marcello, M.; Parenchuck, N.;
et al. Nutritional Deficiency Disease Secondary to ARFID Symptoms Associated with Autism and the Broad Autism Phenotype:
A Qualitative Systematic Review of Case Reports and Case Series. J. Acad. Nutr. Diet. 2021, 121, 467-492. [CrossRef] [PubMed]
Schimansky, S.; Jasim, H.; Pope, L.; Hinds, P.; Fernandez, D.; Choleva, P.; Dev Borman, A.; Sharples, PM.; Smallbone, T.;
Atan, D. Nutritional blindness from avoidant-restrictive food intake disorder—Recommendations for the early diagnosis and
multidisciplinary management of children at risk from restrictive eating. Arch. Dis. Child. 2024, 109, 181-187. [CrossRef]
[PubMed]

Turrini, I.; Guidetti, C.; Contaldo, I.; Pulitano, S.; Rigante, D.; Veredice, C. Wernicke Encephalopathy Caused by Avoidance-
Restrictive Food Intake Disorder in a Child: A Case-Based Review. Diseases 2024, 12, 112. [CrossRef] [PubMed]

Biatek-Dratwa, A.; Szymarska, D.; Grajek, M.; Krupa-Kotara, K.; Szczepaniska, E.; Kowalski, O. ARFID—Strategies for Dietary
Management in Children. Nutrients 2022, 14, 1739. [CrossRef] [PubMed]

Neale, J.; Pais, S.M.A.; Nicholls, D.; Chapman, S.; Hudson, L.D. What Are the Effects of Restrictive Eating Disorders on Growth
and Puberty and Are Effects Permanent? A Systematic Review and Meta-Analysis. ]. Adolesc. Health 2020, 66, 144-156. [CrossRef]
[PubMed]

Alberts, Z.; Fewtrell, M.; Nicholls, D.E.; Biassoni, L.; Easty, M.; Hudson, L.D. Bone mineral density in Anorexia Nervosa versus
Avoidant Restrictive Food Intake Disorder. Bone 2020, 134, 115307. [CrossRef] [PubMed]

Krom, H.; van der Sluijs Veer, L.; van Zundert, S.; Otten, M.A.; Benninga, M.; Haverman, L.; Kindermann, A. Health related
quality of life of infants and children with avoidant restrictive food intake disorder. Int. J. Eat. Disord. 2019, 52, 410-418. [CrossRef]
[PubMed]

Williams, E.; Norton, L.; Krug, I. Caring for a Loved One with Avoidant/Restrictive Food Intake Disorder: Caregivers’ Experiences
and the Role of Peer Support. Eur. Eat. Disord. Rev. 2026, 34, 881-894. [CrossRef] [PubMed]

Brimo, K.; Castro, O.C.; Holméng, H.; Dinkler, L.; Lundberg, T.; Rastam, M.; Nystrom, B. “It’s about survival, love and care”—
parents” experiences of living with a child with ARFID: A Swedish interview study. J. Eat. Disord. 2026, 14, 21. [CrossRef]
[PubMed]

Kambanis, P.E.; Kuhnle, M.C.; Wons, O.B.; Jo, J.H.; Keshishian, A.C.; Hauser, K.; Becker, K.R.; Franko, D.L.; Misra, M.;
Micali, N.; et al. Prevalence and correlates of psychiatric comorbidities in children and adolescents with full and subthreshold
avoidant/restrictive food intake disorder. Int. J. Eat. Disord. 2020, 53, 256-265. [CrossRef] [PubMed]

Norris, M.L.; Obeid, N.; Santos, A.; Valois, D.D.; Isserlin, L.; Feder, S.; Spettigue, W. Treatment Needs and Rates of Mental Health
Comorbidity in Adolescent Patients with ARFID. Front. Psychiatry 2021, 12, 680298. [CrossRef] [PubMed]

Roberts, M.; Tolar-Peterson, T.; Reynolds, A.; Wall, C.; Reeder, N.; Rico Mendez, G. The Effects of Nutritional Interventions on the
Cognitive Development of Preschool-Age Children: A Systematic Review. Nutrients 2022, 14, 532. [CrossRef] [PubMed]
Thomas, J.J.; Lawson, E.A.; Micali, N.; Misra, M.; Deckersbach, T.; Eddy, K.T. Avoidant/Restrictive Food Intake Disorder: A
Three-Dimensional Model of Neurobiology with Implications for Etiology and Treatment. Curr. Psychiatry Rep. 2017, 19, 54.
[CrossRef] [PubMed]

https:/ /doi.org/10.3390/nul18193174


https://doi.org/10.1136/bmjpo-2024-002595
https://www.ncbi.nlm.nih.gov/pubmed/38977355
https://doi.org/10.1186/s40337-023-00766-3
https://www.ncbi.nlm.nih.gov/pubmed/36949522
https://doi.org/10.1186/s40337-022-00724-5
https://www.ncbi.nlm.nih.gov/pubmed/36717950
https://doi.org/10.1016/j.jadohealth.2022.08.006
https://www.ncbi.nlm.nih.gov/pubmed/36058805
https://doi.org/10.1186/s40337-025-01254-6
https://www.ncbi.nlm.nih.gov/pubmed/40217324
https://doi.org/10.1016/j.jpeds.2023.113482
https://www.ncbi.nlm.nih.gov/pubmed/37196778
https://doi.org/10.1186/s40337-023-00759-2
https://www.ncbi.nlm.nih.gov/pubmed/36864525
https://doi.org/10.3390/healthcare11162245
https://www.ncbi.nlm.nih.gov/pubmed/37628443
https://doi.org/10.1186/s40337-024-01035-7
https://doi.org/10.1186/s40337-024-01018-8
https://www.ncbi.nlm.nih.gov/pubmed/38783304
https://doi.org/10.1016/j.jand.2020.10.017
https://www.ncbi.nlm.nih.gov/pubmed/33221247
https://doi.org/10.1136/archdischild-2022-325189
https://www.ncbi.nlm.nih.gov/pubmed/37414514
https://doi.org/10.3390/diseases12060112
https://www.ncbi.nlm.nih.gov/pubmed/38920544
https://doi.org/10.3390/nu14091739
https://www.ncbi.nlm.nih.gov/pubmed/35565707
https://doi.org/10.1016/j.jadohealth.2019.08.032
https://www.ncbi.nlm.nih.gov/pubmed/31771922
https://doi.org/10.1016/j.bone.2020.115307
https://www.ncbi.nlm.nih.gov/pubmed/32142910
https://doi.org/10.1002/eat.23037
https://www.ncbi.nlm.nih.gov/pubmed/30734346
https://doi.org/10.1002/erv.70079
https://www.ncbi.nlm.nih.gov/pubmed/41504101
https://doi.org/10.1186/s40337-025-01479-5
https://www.ncbi.nlm.nih.gov/pubmed/41402883
https://doi.org/10.1002/eat.23191
https://www.ncbi.nlm.nih.gov/pubmed/31702051
https://doi.org/10.3389/fpsyt.2021.680298
https://www.ncbi.nlm.nih.gov/pubmed/34349680
https://doi.org/10.3390/nu14030532
https://www.ncbi.nlm.nih.gov/pubmed/35276891
https://doi.org/10.1007/s11920-017-0795-5
https://www.ncbi.nlm.nih.gov/pubmed/28714048
https://doi.org/10.3390/nu18193174

Nutrients 2026, 18, 3174 25 of 26

71.

72.

73.

74.

75.

76.

77.

78.

79.

80.

81.

82.

83.

84.

85.

86.

87.

88.

89.

90.

91.

da Fonseca, P.G.; Raposo, A.; Alqarawi, N.; Alasqah, I; Pinto, M.E,; Martins, TM.M.; Gongalves, V.D.; Pereira, S.C.L.; Albaridi,
N.A.; BinMowyna, M.N.; et al. The influence of family in children’s feeding difficulties: An integrative review. Front. Pediatr.
2025, 13, 1609714. [CrossRef] [PubMed]

Bourne, L.; Mandy, W.; Bryant-Waugh, R. Avoidant/restrictive food intake disorder and severe food selectivity in children and
young people with autism: A scoping review. Dev. Med. Child Neurol. 2022, 64, 691-700. [CrossRef] [PubMed]

Schneider, E.; Schmidt, R.; Cryan, J.F.; Hilbert, A. A Role for the Microbiota-Gut-Brain Axis in Avoidant/Restrictive Food Intake
Disorder: A New Conceptual Model. Int. J. Eat. Disord. 2024, 57, 2321-2328. [CrossRef] [PubMed]

Parent, M.B.; Whitley, K.E.; Zafar, U.; Zickgraf, H.F; Sharp, W.G. Systematic review of pharmacological treatments that reduce
conditioned taste aversions in rodents: A potential animal model of pediatric feeding disorder and avoidant/restrictive food
intake disorder (ARFID). Appetite 2024, 194, 107172. [CrossRef] [PubMed]

Sader, M.; Harris, H.A.; Waiter, G.D.; Jansen, PW.; Williams, J.H.G.; White, T. Neural correlates of children with avoidant
restrictive food intake disorder symptoms: Large-scale neuroanatomical analysis of a paediatric population. J. Child Psychol.
Psychiatry 2025, 66, 785-795. [CrossRef] [PubMed]

Thomas, J.J.; Holsen, L.; Van De Water, A.L.; Becker, K.R.; Breithaupt, L.; Burton-Murray, H.; Asanza, E.; Gydus, J.; Palmer, L.P;
Stern, C.M.; et al. Neural Response to Food Cues in Avoidant/Restrictive Food Intake Disorder. JAMA Netw. Open 2025, §,
€2460101. [CrossRef] [PubMed]

Moreau, C.A.; Ayrolles, A.; Ching, C.R.K,; Bonicel, R.; Mathieu, A.; Stordeur, C.; El Khantour, C.; Bergeret, P; Traut, N.; Tran, L.;
et al. Neuroimaging insights into brain mechanisms of early-onset restrictive eating disorders. Nat. Ment. Health 2025, 3, 780-788.
[CrossRef] [PubMed]

Khalsa, S.S.; Berner, L.A.; Anderson, L.M. Gastrointestinal Interoception in Eating Disorders: Charting a New Path. Curr.
Psychiatry Rep. 2022, 24, 47-60. [CrossRef] [PubMed]

Iwaniska, J.; Pskit, L.; Strézyk, A.; Horvath, A.; Statuch, S.; Szajewska, H. Effect of oral nutritional supplements administration on
the management of children with picky eating and underweight: A systematic review and meta-analysis. Clin. Nutr. ESPEN 2025,
67,257-264. [CrossRef] [PubMed]

Winten, C.G,; Strodl, E.; Kambanis, PE.; Ross, L.J.; Thomas, J.J. A Systematic Review and Meta-Analysis of Psychological
Therapies for Avoidant/Restrictive Food Intake Disorder (ARFID) in Adolescents and Adults. Int. ]J. Eat. Disord. 2026, 59,
1403-1425. [CrossRef] [PubMed]

Thomas, J.J.; Wons, O.B.; Eddy, K.T. Cognitive-behavioral treatment of avoidant/restrictive food intake disorder. Curr. Opin.
Psychiatry 2018, 31, 425-430. [CrossRef] [PubMed]

Jorquera Tobar, N.; Jara Mella, V.; Wachholtz Martorell, D.; Valdés-Thomas, S.; Vidal Velasco, V.; Farias Vargas, E.; Wiedeman,
AM.; Vizcarra Cataldn, M. Feeding Management in Autistic Children During Early Childhood: A Scoping Review. Children 2025,
12,1699. [CrossRef] [PubMed]

Lock, J.; Robinson, A.; Sadeh-Sharvit, S.; Rosania, K.; Osipov, L.; Kirz, N.; Derenne, J.; Utzinger, L. Applying family-based
treatment (FBT) to three clinical presentations of avoidant/restrictive food intake disorder: Similarities and differences from FBT
for anorexia nervosa. Int. J. Eat. Disord. 2019, 52, 439-446. [CrossRef] [PubMed]

Shimshoni, Y.; Silverman, WXK., Lebowitz, E.RR. SPACE-ARFID: A pilot trial of a novel parent-based treatment for
avoidant/restrictive food intake disorder. Int. J. Eat. Disord. 2020, 53, 1623-1635. [CrossRef] [PubMed]

Lock, J.; Matheson, B.; Jo, B.; Bohon, C.; Datta, N.; Whyte, A.; Boyce, H.; Gurcan, H.Y.; Cogburn, A.E.; Kim, B. Family vs.
Individual Treatment for Children with Avoidant/Restrictive Food Intake Disorder: A Randomized Clinical Trial. ]. Am. Acad.
Child Adolesc. Psychiatry 2026. Online ahead of print. [CrossRef] [PubMed]

Himmerich, H.; Lewis, Y.D.; Conti, C.; Mutwalli, H.; Karwautz, A.; Sjogren, ].M.; Uribe Isaza, M.M.; Tyszkiewicz-Nwafor, M.;
Aigner, M.; McElroy, S.L.; et al. World Federation of Societies of Biological Psychiatry (WFSBP) guidelines update 2023 on the
pharmacological treatment of eating disorders. World ]. Biol. Psychiatry 2023, 24, 643-706. [CrossRef] [PubMed]

Chishti, A.; Groh, R.E.; Maginot, T.R.; Adler, L.; Shott, M.E.; Kaye, W.H.; Frank, G.K.W. Mirtazapine Is Associated with Shorter
Hospital Stay in Pediatric Avoidant Restrictive Food Intake Disorder—A Retrospective Chart Review. Int. |. Eat. Disord. 2025, 58,
1345-1351. [CrossRef] [PubMed]

Ali, Z.; Couturier, J. Psychopharmacology Review for Eating Disorders Among Children, Adolescents, and Adults. Focus 2024, 22,
307-311. [CrossRef] [PubMed]

Richson, B.N.; Schaefer, L.M.; Becker, K.R.; Murray, M.F.,; Romano, K.A.; Anderson, L.M.; Wonderlich, S.A.; Thomas, ].]. Empirical
Approaches to the Classification of Avoidant/Restrictive Food Intake Disorder. Int. J. Eat. Disord. 2025, 58, 291-307. [CrossRef]
[PubMed]

Kambanis, P.E.; Thomas, ].J]. Advancing the Science of Avoidant/Restrictive Food Intake Disorder (ARFID): Six Key Questions.
Int. J. Eat. Disord. 2025, 58, 1001-1007. [CrossRef] [PubMed]

Schmidt, R. Mind the Gaps: Revisiting the Validity, Consistency, and Scope of the Eating Disorder Examination. A Commentary
on Reilly et al. (2025). Int. J. Eat. Disord. 2025, 58, 1911-1914. [CrossRef] [PubMed]

https:/ /doi.org/10.3390/nul18193174


https://doi.org/10.3389/fped.2025.1609714
https://www.ncbi.nlm.nih.gov/pubmed/40703322
https://doi.org/10.1111/dmcn.15139
https://www.ncbi.nlm.nih.gov/pubmed/35112345
https://doi.org/10.1002/eat.24326
https://www.ncbi.nlm.nih.gov/pubmed/39542726
https://doi.org/10.1016/j.appet.2023.107172
https://www.ncbi.nlm.nih.gov/pubmed/38135183
https://doi.org/10.1111/jcpp.14086
https://www.ncbi.nlm.nih.gov/pubmed/39623765
https://doi.org/10.1001/jamanetworkopen.2024.60101
https://www.ncbi.nlm.nih.gov/pubmed/39964683
https://doi.org/10.1038/s44220-025-00447-x
https://www.ncbi.nlm.nih.gov/pubmed/40655158
https://doi.org/10.1007/s11920-022-01318-3
https://www.ncbi.nlm.nih.gov/pubmed/35061138
https://doi.org/10.1016/j.clnesp.2025.03.039
https://www.ncbi.nlm.nih.gov/pubmed/40122335
https://doi.org/10.1002/eat.70086
https://www.ncbi.nlm.nih.gov/pubmed/41913341
https://doi.org/10.1097/YCO.0000000000000454
https://www.ncbi.nlm.nih.gov/pubmed/30102641
https://doi.org/10.3390/children12121699
https://www.ncbi.nlm.nih.gov/pubmed/41462840
https://doi.org/10.1002/eat.22994
https://www.ncbi.nlm.nih.gov/pubmed/30578635
https://doi.org/10.1002/eat.23341
https://www.ncbi.nlm.nih.gov/pubmed/33464594
https://doi.org/10.1016/j.jaac.2026.04.007
https://www.ncbi.nlm.nih.gov/pubmed/42019720
https://doi.org/10.1080/15622975.2023.2179663
https://www.ncbi.nlm.nih.gov/pubmed/37350265
https://doi.org/10.1002/eat.24449
https://www.ncbi.nlm.nih.gov/pubmed/40265508
https://doi.org/10.1176/appi.focus.20230043
https://www.ncbi.nlm.nih.gov/pubmed/38988472
https://doi.org/10.1002/eat.24341
https://www.ncbi.nlm.nih.gov/pubmed/39614670
https://doi.org/10.1002/eat.24418
https://www.ncbi.nlm.nih.gov/pubmed/40108823
https://doi.org/10.1002/eat.24509
https://www.ncbi.nlm.nih.gov/pubmed/40696825
https://doi.org/10.3390/nu18193174

Nutrients 2026, 18, 3174 26 of 26

92. Rienecke, R.D.; Manwaring, J.; Duffy, A.; Mehler, P.S.; Blalock, D.V. Treatment outcomes for avoidant/restrictive food intake
disorder and anorexia nervosa among children and adolescents in higher levels of care. ]. Child Adolesc. Ment. Health 2025, 36,
480-491. [CrossRef] [PubMed]

93. Hooper, M.A,; Zickgraf, H.F,; Rbeiz, K.S.; Perl, ].; Adams, D.W. CBT-AR Teletherapy for ARFID in a Gastroenterology Clinic
Specializing in Celiac Disease: A Proof of Concept and Feasibility Case Series. Cogn. Behav. Pract. 2026, 33, 549-565. [CrossRef]

Disclaimer/Publisher’s Note: The statements, opinions and data contained in all publications are solely those of the individual
author(s) and contributor(s) and not of MDPI and/or the editor(s). MDPI and/or the editor(s) disclaim responsibility for any injury to
people or property resulting from any ideas, methods, instructions or products referred to in the content.

https:/ /doi.org/10.3390/nul18193174


https://doi.org/10.2989/17280583.2025.2504579
https://www.ncbi.nlm.nih.gov/pubmed/40539378
https://doi.org/10.1016/j.cbpra.2025.08.002
https://doi.org/10.3390/nu18193174

	Introduction 
	Methods 
	Epidemiology 
	Diagnostic Framework and Boundaries 
	Clinical Presentation 
	Clinical Assessment 
	Differential Diagnosis 
	Clinical Sequelae 
	Mechanisms and Neurobiology 
	Treatment 
	General Principles 
	Nutritional Rehabilitation 
	Level of Care and Feeding Support 
	Psychological Interventions 
	Family-Based and Parent-Focused Interventions 
	Pharmacotherapy and Comorbidity Management 

	Limitations and Future Directions 
	Conclusions 
	References

