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ABSTRACT

Young-onset dementia (YOD), defined as the onset of dementia symptoms before the age of 65, is a clinically and
diagnostically complex condition that significantly impacts patients and families during peak social and economic stages of
life. Compared to late-onset dementia, YOD more frequently presents with atypical features such as personality changes,
executive dysfunction, psychiatric symptoms, or language impairments, often leading to delayed diagnosis and
misclassification as primary psychiatric disorders. This narrative review provides a comprehensive overview of current
evidence on the etiology, clinical presentation, diagnostic workup, and management of YOD. Alzheimer’s disease and
frontotemporal dementia are the most common neurodegenerative causes, though a broad differential including autoimmune,
infectious, metabolic, and hereditary disorders must be considered. Improving clinician awareness and access to age-
appropriate diagnostic services is critical to reducing diagnostic delays and improving quality of life for individuals affected
by YOD.

Aim of study: The aim of this study is to provide a comprehensive and updated overview of YOD, focusing on its diverse
etiologies, clinical presentations, diagnostic challenges, and current management strategies. By synthesizing evidence from
recent literature, the study seeks to offer practical guidance for clinicians in improving the timely recognition, differential
diagnosis, and multidisciplinary care of individuals affected by YOD.
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Young-Onset Dementia, Alzheimer’s Disease, Frontotemporal Dementia, Neuroimaging, Neurodegeneration, Cognitive
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1. Introduction

Young-onset dementia (YOD), defined as dementia with symptom onset before the age of 65 years,
represents a significant and growing public health challenge. Recent global estimates suggest that
approximately 3.9 million individuals aged 30 to 64 are living with YOD, with an age-standardized prevalence
of 119 per 100,000 population (Vieira, 2013). Moreover, between 1990 and 2021, the global prevalence and
incidence of YOD increased by over 200%, highlighting its rising clinical and epidemiological significance
(He et al., 2025).

Unlike late-onset dementia (LOD), YOD frequently presents with atypical features, including early
behavioural and psychiatric symptoms, language disturbances, and executive dysfunction, which often
contribute to delays in recognition and diagnosis (Kelley et al., 2008). Misdiagnosis as a primary psychiatric
disorder is common and may delay specialist referral by several years (Van Vliet et al., 2013). On average, the
time from symptom onset to formal diagnosis in YOD is reported to exceed three years (Mendez, 2006).

The differential diagnosis of YOD 1is broad, encompassing early-onset variants of adult
neurodegenerative diseases such as Alzheimer’s disease (AD) - which accounts for approximately 48% of
YOD cases, as well as frontotemporal dementia (FTD), dementia with Lewy bodies, and less common causes
such as prion diseases (Rossor et al., 2010). In younger individuals, especially those under 35, late-onset
presentations of childhood neurodegenerative disorders such as mitochondrial disorders, leukodystrophies, and
lysosomal storage diseases should also be considered (Koene et al., 2012). Crucially, several reversible
conditions including inflammatory, infectious, metabolic, toxic, and endocrine causes, may mimic
neurodegenerative YOD and warrant prompt and thorough evaluation (Kelley et al., 2009).

Given the significant functional and psychosocial consequences of YOD, timely diagnosis is essential
for initiating appropriate management, guiding genetic counselling, and supporting patient and caregiver well-
being. This review aims to provide an updated and practical framework for the clinical approach to YOD.
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2. Materials and Methods

A search of the PubMed database was conducted using relevant keywords to find available studies published
up to April 30, 2025. Only articles written in English were included. Data were extracted and synthesized from
original studies, reviews, and clinical guidelines relevant to the diagnosis and treatment of YOD.

3. Results

3.1 Clinical presentation of Young-Onset Dementia

Young-onset dementia (YOD), defined as the onset of persistent cognitive decline before the age of 65,
is a diagnostically and clinically challenging condition due to its broad differential and often atypical
presentation. Unlike late-onset dementia (LOD), where memory loss is typically the dominant early symptom,
YOD frequently presents with behavioral changes, language disturbance, psychiatric symptoms, or executive
dysfunction. These atypical features often lead to initial misdiagnosis as primary psychiatric disorders,
resulting in a significant delay in the recognition and treatment of the underlying neurodegenerative or systemic
condition (Van Vliet et al., 2013).

Alzheimer’s disease (AD) remains the most common cause of YOD, accounting for approximately 30—
40% of cases (Rossor et al., 2010). Unlike typical late-onset AD, early-onset forms often exhibit atypical
phenotypes. Patients may present with prominent visuospatial deficits (getting lost in familiar places, difficulty
drawing or navigating), aphasia (word-finding difficulties, circumlocutions), acalculia, or features of posterior
cortical atrophy such as visual agnosia and optic ataxia. In many cases, psychiatric symptoms such as anxiety,
irritability, and depression precede overt cognitive decline. Behavioral disturbances including social
withdrawal and reduced initiative are also frequently observed in early-onset presentations (He et al.,
2025)(Van Vliet et al., 2013).

Frontotemporal dementia (FTD) is the second leading cause of YOD, particularly in patients under 60
years. Behavioral variant FTD often presents with insidious changes in social conduct, loss of empathy,
compulsive behaviors, changes in eating habits (hyperorality, sweet preference), and emotional blunting.
Language variants of FTD include semantic variant primary progressive aphasia, characterized by fluent but
empty speech with impaired word comprehension, and non-fluent/agrammatic variant, marked by effortful,
halting speech and grammatical errors. Patients may also show poor insight, lack of concern, or socially
inappropriate behavior, often mistaken for psychiatric illness (Van Vliet et al., 2013)(Rossor et al., 2010).

Dementia with Lewy bodies (DLB), although less common in the younger population, may present with
fluctuating cognition, recurrent visual hallucinations, REM sleep behavior disorder, and parkinsonism.
Additional symptoms may include falls, syncope, severe sensitivity to antipsychotics, and prominent
visuospatial dysfunction. Cognitive fluctuations can be dramatic, with lucid intervals alternating with
confusion over hours or days (Rossor et al., 2010).

Huntington’s disease (HD), a genetic condition caused by CAG trinucleotide expansion in the H77 gene,
usually begins in the third to fifth decade of life. Initial symptoms often include personality changes, irritability,
depression, and difficulty with concentration, followed by progressive motor symptoms such as chorea,
dystonia, bradykinesia, and dysarthria. Later stages involve global cognitive impairment, dysphagia, and
severe functional dependence (Kelley et al., 2008).

Reversible causes of YOD are essential to identify, as early treatment can alter disease progression.
Multiple sclerosis (MS) may present with cognitive decline, memory complaints, inattention, and mood
changes, particularly in progressive forms. Neurological symptoms such as diplopia, sensory changes, or limb
weakness may provide diagnostic clues. Neurosarcoidosis may manifest with hypothalamic-pituitary
dysfunction (polydipsia, amenorrhea), cranial neuropathies, myelopathy, or seizures (Loi et al., 2023).

Infectious causes such as neurosyphilis, HIV-associated neurocognitive disorders, Whipple’s disease,
and progressive multifocal leukoencephalopathy (PML) should be considered, particularly in
immunocompromised individuals. Symptoms may include confusion, ataxia, tremor, myoclonus,
hallucinations, and mood lability. HIV-associated cognitive disorder may also involve gait instability, limb
apraxia, or bladder dysfunction (Rossor et al., 2010).

Toxic and metabolic encephalopathies may present with confusion, psychosis, tremor, ataxia,
polyneuropathy, and myoclonic jerks. Common culprits include alcohol, benzodiazepines, heavy metals (lead,
arsenic, mercury), and exposure to industrial solvents. Endocrinopathies such as hypothyroidism, adrenal
insufficiency, and hyperparathyroidism may cause fatigue, slowed thinking, irritability, and attentional deficits.
Vitamin deficiencies - particularly B1 (thiamine), B12, and folate—can also contribute to subacute cognitive
decline, gait disturbances, and paresthesias (Mendez, 2006).

e-ISSN: 2544-9435 3



1(49) (2026): International Journal of Innovative Technologies in Social Science

Psychiatric illnesses, especially major depressive disorder, bipolar disorder, and late-onset
schizophrenia, can mimic dementia through symptoms such as impaired concentration, apathy, and slowed
cognition. Unlike true dementia, these conditions often show fluctuating severity and may improve with
psychiatric treatment. However, differentiation from true cognitive decline requires detailed
neuropsychological testing, collateral history, and longitudinal follow-up (Van Vliet et al., 2013).

In conclusion, the clinical spectrum of YOD is broad and complex, encompassing both irreversible
neurodegenerative diseases and potentially treatable conditions. Presenting symptoms often extend beyond
memory loss to include prominent behavioral, psychiatric, motor, or language disturbances. A meticulous,
multidisciplinary approach is essential for accurate diagnosis, guiding management, and providing prognostic
information to patients and their families.

3.2. Diagnosis

3.2.1. Diagnostic Challenges in YOD

Young-onset dementia (YOD) presents with a wide and often atypical range of clinical features, which
significantly contributes to diagnostic delays. The diagnosis of YOD is frequently delayed in comparison to
late-onset dementia (LOD) (Papageorgiou et al., 2009). On average, there is a lag of 2 to 3 years between
symptom onset and formal diagnosis of YOD. This delay is partly attributable to patients and their families
often not considering dementia as a potential cause of symptoms at a younger age, resulting in postponed
medical consultation. Moreover, clinicians - typically more experienced with LOD - may be less inclined to
suspect dementia in younger patients. The broader differential diagnosis associated with YOD further
complicates identification. Misdiagnoses are also common due to the frequent presence of prominent
psychiatric features and involvement of non-memory cognitive domains (Mendez, 2006). Early changes in
personality, behaviour, and executive functioning are frequently attributed to primary psychiatric conditions
such as depression or anxiety. Timely and accurate diagnosis of YOD is essential, as it can significantly
influence both prognosis and management strategies.

3.2.2. Clinical Assesment

The clinical assessment of YOD requires a thorough, multidisciplinary approach due to the condition’s
broad differential diagnosis and frequently atypical presentation.

History-taking is foundational and should include detailed symptom chronology, behavioral changes,
occupational and functional decline, and family history of neurological or psychiatric disorders. Particular
attention should be paid to risk factors such as head trauma, substance use, and autoimmune or infectious
exposures. A collateral history from a reliable informant is crucial, as individuals with YOD often have poor
insight into their deficits (Van Vliet et al., 2013).

Neurological examination may reveal motor signs such as rigidity, ataxia, or weakness, which can point
toward specific etiologies like frontotemporal dementia, Huntington’s disease, or demyelinating conditions.
Neuropsychiatric evaluation is also essential, as mood and behavioral symptoms often predominate in early
stages (Warren et al., 2013).

Cognitive screening tools - such as the Montreal Cognitive Assessment (MoCA) or Mini-Mental State
Examination (MMSE) in detecting early or non-amnestic impairments typical of YOD (Hsieh et al., 2013).
Formal neuropsychological testing provides a detailed cognitive profile, distinguishing between
neurodegenerative, psychiatric, and functional causes of impairment.

3.2.3. Neuroimaging in YOD

Neuroimaging plays a pivotal role in the diagnostic evaluation of young-onset dementia (YOD), aiding
in the differentiation between neurodegenerative, inflammatory, vascular, and potentially reversible causes.
Given the heterogeneous presentation of YOD, imaging not only supports diagnosis but also helps to refine
differential considerations, detect atypical patterns of atrophy, and exclude structural lesions such as tumors,
hydrocephalus, or demyelinating processes.

Magnetic resonance imaging (MRI) is the primary structural imaging modality and should be performed
early in the diagnostic process. A dedicated dementia protocol includes high-resolution T1-weighted images
for assessment of cortical and subcortical atrophy, T2-weighted and FLAIR sequences for evaluating white
matter changes, and diffusion-weighted imaging (DWI) for detecting acute infarcts or prion disease (Harper et
al., 2014). In AD, particularly early-onset variants, MRI may reveal bilateral hippocampal atrophy and
posterior parietal involvement, while the logopenic variant may show asymmetric left temporoparietal atrophy.
In FTD imaging typically demonstrates focal atrophy in the frontal and/or anterior temporal lobes, which may
be asymmetric and correlate with clinical subtypes (Whitwell & Jack, 2007).

e-ISSN: 2544-9435 4



1(49) (2026): International Journal of Innovative Technologies in Social Science

Radiological visual rating scales, such as the medial temporal lobe atrophy (MTA) score, the posterior
atrophy (PA) scale, and the frontal lobe atrophy scale, provide semi-quantitative assessments that enhance
diagnostic accuracy, especially in centers lacking advanced volumetric software. However, the interpretation
of these scales requires adequate radiological expertise and should be considered within the clinical context
(Harper et al., 2014)(Ferreira et al., 2020).

Functional neuroimaging can further increase diagnostic precision, particularly when MRI findings are
equivocal or non-specific. Fluorodeoxyglucose positron emission tomography (FDG-PET) is highly sensitive
in detecting regional cerebral hypometabolism, which typically precedes structural atrophy. In AD, FDG-PET
often reveals hypometabolism in the temporoparietal cortex and posterior cingulate, whereas in FTD,
hypometabolism is observed in the frontal and anterior temporal lobes (Whitwell & Jack, 2007). Single-photon
emission computed tomography (SPECT), although less specific than PET, may be used in resource-limited
settings to assess cerebral perfusion deficits suggestive of neurodegenerative pathology.

Emerging molecular imaging techniques offer new avenues for early and specific diagnosis. Amyloid
PET imaging, using radiotracers such as florbetapir or Pittsburgh compound B, allows for in vivo detection of
B-amyloid plaques, a hallmark of AD. A positive amyloid scan supports an AD diagnosis in the appropriate
clinical context, while a negative scan effectively excludes it. However, amyloid burden does not necessarily
correlate with symptom severity, as amyloid deposition may precede clinical manifestation by years (Johnson
etal.,2013). Tau PET imaging, though still largely confined to research settings, offers potential for diagnosing
AD and other tauopathies by visualizing regional tau deposition, which more closely correlates with clinical
phenotype and disease stage (Villemagne et al., 2015). Tau PET may also assist in distinguishing AD from
non-tau neurodegenerative conditions such as TDP-43-related FTD or a-synucleinopathies.

Neuroimaging also plays a crucial role in identifying non-neurodegenerative causes of YOD. White
matter hyperintensities on FLAIR sequences may suggest vascular pathology, demyelinating disease, or toxic-
metabolic etiologies. In cases of suspected multiple sclerosis, MRI may show periventricular, juxtacortical, or
infratentorial lesions fulfilling dissemination in space and time.

Neuroimaging is an essential component of the diagnostic workup in YOD. Structural MRI remains the
cornerstone, but functional and molecular imaging increasingly contribute to diagnostic accuracy, particularly
in complex or atypical cases.

3.2.4. Genetic Testing in YOD

Genetic testing plays an increasingly important role in the evaluation of young-onset dementia (YOD),
particularly in patients with early symptom onset (<60 years), a positive family history, or clinical features
suggestive of hereditary neurodegenerative syndromes. While most dementia cases are sporadic, up to 15% of
YOD is attributable to autosomal dominant mutations, and identifying a genetic etiology can offer diagnostic
certainty, guide family counseling, and inform eligibility for targeted therapies or research trials (Goldman et
al., 2011)(Rohrer et al., 2009).

In early-onset Alzheimer’s disease (EOAD), pathogenic variants in three genes - APP (amyloid
precursor protein), PSENI (presenilin 1), and PSEN2 (presenilin 2) - are well-established causes of autosomal
dominant AD. Mutations in PSENI are the most common and often associated with early onset (before age
50), rapid progression, and atypical features such as seizures or myoclonus (Ryman et al., 2014). 4APP
mutations may result in cerebral amyloid angiopathy and hemorrhage, while PSEN2 mutations are rare and
show more variable penetrance.

In frontotemporal dementia (FTD), monogenic causes are more prevalent than in AD. Mutations in
MAPT (microtubule-associated protein tau), GRN (progranulin), and expansions in C90rf72 (chromosome 9
open reading frame 72) are the most frequent. MAPT mutations lead to tauopathies with behavioral and motor
symptoms, GRN mutations are associated with TDP-43 pathology and asymmetrical cortical atrophy, while
C90rf72 repeat expansions are the most common genetic cause of both FTD and amyotrophic lateral sclerosis
(ALS), often with early psychosis or parkinsonism (Gass et al., 2006)(DeJesus-Hernandez et al., 2011).

Other genetic causes of YOD include Huntington’s disease, caused by CAG trinucleotide expansions in the
HTT gene; CADASIL, due to NOTCH3 mutations; and rare inherited prion diseases. Additionally, risk-modifying
alleles such as APOE &4 increase susceptibility to AD, particularly in homozygous carriers, although APOE is not
a deterministic gene and is not routinely recommended for diagnostic use in isolation (Liu et al., 2013).

Modern genetic testing utilizes next-generation sequencing (NGS) platforms, which allow for
simultaneous analysis of multiple genes. Clinical options include:

e Targeted gene panels focused on known dementia-associated genes

e Whole exome sequencing (WES) for broader analysis of coding regions
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e Whole genome sequencing (WGS) for evaluation of both coding and non-coding variants

These technologies can identify pathogenic variants, likely pathogenic variants, or variants of uncertain
significance (VUS), each of which has different clinical implications. Importantly, NGS may miss repeat
expansions (e.g., C9orf72) and structural variants, which require specific testing methods such as repeat-
primed PCR or MLPA (multiplex ligation-dependent probe amplification) (Sims et al., 2020).

In summary, genetic testing is a critical tool in, particularly in familial or atypical cases. Advances in
sequencing technologies continue to expand our understanding of genetic contributions, though interpretation
requires clinical expertise and careful counseling to ensure ethical and meaningful application.

3.2.5. Lumbar Puncture in the Assessment of YOD

Lumbar puncture (LP), or cerebrospinal fluid (CSF) analysis, is a valuable diagnostic tool in the
evaluation of young-onset dementia (YOD), particularly when the etiology remains unclear after initial clinical
and imaging assessments. Its role spans the identification of neurodegenerative biomarkers, detection of
infectious or inflammatory causes, and exclusion of rapidly progressive conditions such as prion disease (Duits
etal., 2016).

In patients with suspected Alzheimer’s disease (AD), CSF analysis enables in vivo assessment of
amyloid and tau pathology. The typical AD biomarker profile includes reduced levels of amyloid-f1-42 (Ap42)
and elevated total tau (t-tau) and phosphorylated tau (p-tau), reflecting amyloid plaque deposition and neuronal
injury, respectively. This profile can support an AD diagnosis in cases with atypical presentations or where
imaging findings are inconclusive (Blennow & Zetterberg, 2018). In younger patients, these markers are
particularly useful in differentiating early-onset AD from FTD, psychiatric disorders, or functional cognitive
symptoms (McGrowder et al., 2021).

CSF analysis is also critical in identifying inflammatory or infectious etiologies. Elevated white cell
count, increased protein, or oligoclonal bands may point toward conditions such as autoimmune encephalitis,
neurosarcoidosis, multiple sclerosis, or CNS infections. Detection of specific antibodies (anti-NMDA receptor,
LGI1) or pathogens (HIV, Treponema pallidum, JC virus) is essential for initiating targeted immunotherapy
or antimicrobial treatment (Graus et al., 2016).

Despite its diagnostic utility, LP is underused in dementia evaluation, particularly in non-specialist
settings. LP is generally safe when performed by trained clinicians, with post-lumbar puncture headache being
the most common complication. Pre-procedure imaging is recommended in patients with signs of raised
intracranial pressure or space-occupying lesions (Engelborghs et al., 2017).

3.3. Management in Young-Onset Dementia

3.3.1. Medical management

The medical management of young-onset dementia (YOD) presents distinct challenges due to its
heterogeneous etiology, variable clinical presentations, and the significant personal, occupational, and social
impact on patients and their families. Treatment strategies must therefore be highly individualized, taking into
account the specific diagnosis, comorbidities, functional capacity, and psychosocial context. While no curative
therapies currently exist for the majority of neurodegenerative dementias, a combination of symptomatic
pharmacological treatment, management of neuropsychiatric features, and appropriate non-pharmacologic
support is essential for optimizing patient outcomes and quality of life.

Pharmacologic treatment in YOD largely mirrors that used in late-onset dementia (LOD), although
evidence in younger populations is often extrapolated from studies involving older adults. In AD,
cholinesterase inhibitors (donepezil, rivastigmine, and galantamine) are the mainstay of symptomatic therapy
and have shown modest benefits in cognition, global function, and behavior (Birks, 2006). Memantine, an
NMDA receptor antagonist, may be added in moderate to severe stages to improve daily functioning and
reduce agitation (Reisberg et al., 2003). Though younger patients may show more prominent behavioral
symptoms, response rates to these agents are comparable to those in LOD.

In FTD, cholinesterase inhibitors and memantine have not demonstrated efficacy and may even
exacerbate symptoms such as disinhibition or agitation (Reisberg et al., 2003). Instead, pharmacological
management in FTD is symptom-driven. Selective serotonin reuptake inhibitors (SSRIs), such as sertraline
and citalopram, may be beneficial in managing compulsivity, apathy, and irritability. In some cases, low-dose
atypical antipsychotics may be considered for severe agitation or psychosis, but their use requires caution due
to the risk of extrapyramidal side effects and increased mortality in dementia patients (Huey et al., 2006).

For patients with Lewy body dementia (LBD), cholinesterase inhibitors are often effective for improving
attention and visual hallucinations. However, extreme caution is necessary with antipsychotics due to profound
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neuroleptic sensitivity. When pharmacologic intervention for psychosis is unavoidable, quetiapine or clozapine
are preferred agents due to their relatively lower risk of worsening motor and cognitive symptoms (McKeith
etal., 2017).

In Huntington’s disease (HD), treatment is aimed at managing both motor and psychiatric symptoms.
Tetrabenazine or deutetrabenazine can be used to reduce chorea, while antidepressants and antipsychotics may
address mood disturbances and irritability. Cognitive enhancers have not demonstrated consistent benefit in
HD, and care is largely supportive (Armstrong & Miyasaki, 2012).

Importantly, a subset of YOD cases are reversible or partially treatable. Inflammatory causes such as
multiple sclerosis, neurosarcoidosis, or autoimmune encephalitis may respond to -corticosteroids,
immunosuppressants, or [VIG/plasmapheresis, depending on the underlying pathology. Infectious causes
including HIV-associated dementia, neurosyphilis, or Whipple’s disease require targeted antimicrobial therapy.
Metabolic deficiencies (vitamin B12, thiamine) and endocrine abnormalities (hypothyroidism, Addison’s
disease) must be identified and corrected to prevent irreversible damage (Kelley et al., 2008).

Medical management of YOD requires tailored, diagnosis-specific approaches that balance symptomatic
relief with safety, psychosocial support, and preservation of function. Early identification of reversible causes,
appropriate pharmacologic use, and coordinated multidisciplinary care are central to improving outcomes in
this unique population.

3.3.2 Non-Pharmacological Interventions

Non-pharmacological interventions represent a cornerstone of care in young-onset dementia (YOD), not
only because pharmacologic treatments are often limited in efficacy, but also due to the distinct psychosocial,
vocational, and familial challenges that this population faces. YOD often affects individuals in their most
economically and socially active years, and management must extend beyond symptom control to include
functional support, role adaptation, and quality-of-life preservation. Tailored multidisciplinary interventions
are critical for addressing the cognitive, behavioral, emotional, and practical dimensions of the disease.

Cognitive interventions aim to preserve or enhance functional abilities through structured stimulation,
strategy training, and environmental adaptation. Cognitive stimulation therapy (CST) has demonstrated modest
benefits in global cognition and quality of life, particularly in the earlier stages of dementia. While most studies
focus on late-onset Alzheimer’s disease, preliminary evidence supports the use of similar approaches in
younger populations, especially when adapted for individual needs and learning preferences (Spector et al.,
2003). Cognitive rehabilitation, which involves goal-oriented support for specific daily tasks (e.g. managing
schedules, navigating environments), may offer functional benefits and reinforce autonomy in motivated
patients with insight (Clare et al., 2010).

Occupational therapy plays a vital role in maximizing independence in activities of daily living (ADLs)
and instrumental ADLs. Tailored environmental modifications, routines, and assistive technologies can help
compensate for executive dysfunction and memory loss (Bennett et al., 2011). Speech-language therapy is
essential in syndromes with early language involvement such as primary progressive aphasia and may also
assist with communication strategies, swallowing safety, and social engagement.

Physical activity and exercise programs have been shown to improve mood, sleep quality, and physical
function while potentially slowing cognitive decline. Structured aerobic and resistance training, even when
initiated after diagnosis, may reduce apathy and agitation while enhancing mobility and fall prevention (Forbes
et al., 2013). In YOD, exercise also serves a social purpose, combating isolation and providing a sense of
routine and self-efficacy.

Psychosocial support is integral and should begin at diagnosis. Younger individuals with dementia
frequently experience distress due to role loss, altered identity, stigma, and changes in relationships. Access to
counseling, support groups, and peer networks can foster coping skills, normalize emotional responses, and
reduce caregiver strain (Ducharme et al., 2014). Partners and children of individuals with YOD often require
specific support, given the likelihood of being in the workforce or school, and the lack of age-appropriate
caregiving resources.

Vocational rehabilitation and employment counseling are important in the early stages of YOD. Some
individuals may wish to continue working, with adjustments to workload, schedule, or role. Occupational
health professionals and employers can facilitate supportive transitions, though in many cases, progressive
decline necessitates planning for work cessation and long-term financial stability (Roach & Keady, 2008).

Advanced care planning, including discussion of legal, financial, and end-of-life decisions, is often more
difficult in younger individuals but remains essential. Early engagement in these conversations, before
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substantial cognitive decline, ensures that the person’s preferences are documented and honored. (Van Vliet
etal., 2011).

A multidisciplinary team approach is vital to delivering non-pharmacological care, ideally including
neurologists, psychiatrists, psychologists, nurses, social workers, occupational and physical therapists, and
speech-language pathologists. Regular team reviews ensure that care plans are dynamic, person-centered, and
responsive to evolving needs.

Non-pharmacological interventions are fundamental to the holistic management of young-onset
dementia. While pharmacologic treatments may address core cognitive symptoms or behavioral disturbances,
it is often the supportive, rehabilitative, and adaptive strategies that sustain autonomy, preserve dignity, and
improve quality of life for individuals with YOD and their families.

4. Discussion and Conclusions

Young-onset dementia (YOD) remains a diagnostically and therapeutically complex group of disorders
with substantial clinical, psychosocial, and economic implications. Unlike late-onset dementia, YOD often
presents with atypical cognitive, behavioral, or psychiatric features, which contributes significantly to
diagnostic delays. This diagnostic uncertainty is further compounded by the broad differential diagnosis, which
spans neurodegenerative, autoimmune, metabolic, infectious, genetic, and psychiatric etiologies.

Our review highlights that while Alzheimer’s disease remains the leading cause of YOD, atypical
phenotypes - such as posterior cortical atrophy or logopenic aphasia - are more prevalent in this population.
Frontotemporal dementia, particularly with behavioral or language-dominant presentations, represents the
second most common cause and carries a high genetic burden. Other less common but important causes, such
as Huntington’s disease, prion disorders, must also be considered, particularly when neuropsychiatric or motor
features predominate.

The importance of a structured, multidisciplinary assessment cannot be overstated. A thorough clinical
history and collateral information are essential, particularly in cases where insight is limited. Bedside cognitive
screening tools such as MoCA and ACE-III, combined with detailed neuropsychological assessment, help
distinguish neurodegenerative from psychiatric or functional etiologies. Neuroimaging, particularly MRI with
a dedicated dementia protocol, serves as a cornerstone of evaluation, with functional and molecular imaging
enhancing diagnostic precision in select cases. Cerebrospinal fluid analysis provides critical information on
Alzheimer biomarkers and potential inflammatory or infectious processes. Genetic testing, when appropriately
indicated and preceded by counseling, offers diagnostic clarity in familial cases and aids in risk stratification.

Management of YOD requires more than pharmacological treatment. While cholinesterase inhibitors
and memantine have utility in early-onset AD, their use in other dementias is limited and often symptom-based.
Non-pharmacological strategies, including cognitive rehabilitation, structured exercise, occupational and
speech therapy, and psychosocial support, are integral. Vocational, financial, and legal counseling, alongside
tailored caregiver support, are crucial in maintaining function and family stability, especially given the younger
age and life stage of most patients.

Despite advances, barriers to early diagnosis and access to appropriate care persist. Misdiagnosis with
psychiatric disorders, lack of age-appropriate services, and underutilization of lumbar puncture or advanced
imaging remain key gaps in practice. Clinician education and public awareness must improve to reduce time
to diagnosis and enhance care pathways.

Young-onset dementia represents a growing and under-recognized clinical challenge. Its heterogeneous
etiologies, frequent non-amnestic presentations, and high rates of misdiagnosis require clinicians to adopt a
systematic, multidisciplinary approach to diagnosis and management. Early recognition, supported by targeted
neuroimaging, cerebrospinal fluid biomarkers, and genetic testing, enables more accurate diagnosis, timely
intervention, and improved outcomes. Beyond symptom control, comprehensive care must address the
complex psychosocial needs of patients and their families. Future efforts should focus on increasing access to
specialized diagnostic services, expanding genetic and biomarker testing, and developing tailored support
frameworks to meet the unique needs of individuals with YOD.
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