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Abstract

Bipolar disorder (BD) in older adults is a significant yet under-recognized mental health concern. The clinical presentation in this population often
differs from younger individuals, with increased cognitive impairment, comorbid medical conditions, and heightened sensitivity to medications.
Accurate diagnosis is frequently complicated by overlapping symptoms with neurodegenerative disorders and age-related mood changes. This
review examines epidemiology, clinical features, diagnostic challenges, and treatment strategies for older adults with bipolar disorder. Evidence-
based pharmacological and psychosocial interventions are discussed, emphasizing the importance of individualized care to improve quality of
life and functional outcomes. Recognizing and addressing the unique needs of this population is crucial for effective management. Effective
management of bipolar disorder in older adults is multidimensional, requiring a balance between evidence-based pharmacological treatments,
psychosocial support, and careful attention to comorbidities and functional status. Individualized care plans, ongoing monitoring, and collaboration

among healthcare providers are essential to optimize outcomes and enhance quality of life.
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1. Introduction

Although substantial investigations have focused on depression
among older adults, there is comparatively limited scholarly
attention devoted to bipolar disorder in late life. Consequently,
delineating its progression during aging and establishing a distinct
developmental model remains challenging.! Bipolar disorder can
develop at any stage in life, and its course differs based on when
symptoms first appear and whether those initial episodes are
depressive or manic.

Psychiatric disorders in older adults are often said to differ from
those seen in younger adults, including variations in symptoms,
diagnosis, response to treatment, and side effects related to
therapy.” Bipolar disorder in older adults is no exception to
these rules and is therefore of particular importance. Indeed,
the prevalence of depressive symptoms in older adults justifies
a thorough understanding of the necessarily multiple and
complex mechanisms underlying this disorder.® Furthermore,
the increasingly early diagnosis of neurodegenerative diseases,
most notably Alzheimer’s disease, with the availability of diverse
biomarkers, increasingly confronts us with early-onset, aging,
or late-onset psychiatric conditions that combine cognitive
impairment and loss of autonomy, among which we find bipolar
disorder. In general, as the population ages, psychiatric conditions

become more common and take on unique characteristics. These
issues are especially challenging to address because they often
overlap with symptoms caused by physical illnesses, most
frequently those affecting the brain.

2. Recognizing Bipolar Disorder in the Elderly

It poses numerous difficulties in psychiatric practice in the elderly,
whether it involves a late-onset manifestation or relapses in old age
of one or more episodes previously recognized in adulthood. What
age threshold should be used to distinguish these two entities?
There is no absolute consensus, but ages 45 or 50 are commonly
regarded as typical benchmarks. However, the possibility of a
biphasic frequency of onset of the disorder remains a point of
debate.* Angst, in a literature review, confirmed the possibility of
a late onset between 45 and 50 years of age, especially in women,
thus proposing to distinguish two types of disorder, early and late,
based on this age threshold.’ One could also discuss a later age of
onset, such as 60 or even 70 years, thus identifying a third category,
“very late,” as is discussed for schizophrenia. Our discussion will
focus on late-onset mental illness (> 45 years), which, in addition
to a diagnostic challenge, also presents a therapeutic challenge.
Diagnosing this disorder is mainly a clinical process, relying on
the identification of depressive or manic episodes. It is important
to understand that these episodes may appear differently in older
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adults.

The epidemiology of the disorder appears particularly imprecise
and difficult to establish. Indeed, the frequency of depressive
symptoms in the elderly (5 to 15% according to studies) makes
it difficult to link them to bipolar disorders.” In fact, the higher
frequency of depressive episodes is linked to physiological
changes, the frequency of somatic illnesses at this age, and changes
in professional lifestyle. The prevalence of manic episodes, both
absolute and relative compared to diagnoses of depression, thus
appears lower with advancing age.® However, the occurrence of
de novo episodes without a prior history is not exceptional (26%
of subjects over 65 years of age hospitalized for a manic episode
have no history of affective disorder), raising the debated question
of possible secondary mania.’ In addition, late-onset bipolar
disorder becomes even more complicated due to more frequent
mixed episodes or symptoms that look like other psychiatric
issues such as delirium, confusion, or significant cognitive decline.
Approximately 8% of initial cases are described as mixed episodes.
Personal and, even more so, family history, when it exists, is often
uncertain and difficult to ascertain with certainty due to the lack of
reliable psychiatric data, the frequent occurrence of a prolonged
interval between episodes, and, more generally, the difficulty in
reconstructing a medical history. This leads to the conclusion that
the frequency of late-onset bipolar manifestations in the elderly
is highly likely significantly underestimated.'’ Additionally, there
is limited understanding of how often episodes occur in relation
to the age at which the illness begins. It would thus appear that
the risk of relapse tends to increase with the age of onset (20% of
relapses occur within 24 months if the illness appeared between 15
and 25 years of age; 50% of relapses within the same timeframe
if the onset occurs between 25 and 35 years of age; and 82%
after age 45, with a greater risk of progression to chronicity)."
Other studies, however, suggest a lower frequency with a longer
interval between episodes. The kindling theory could shed light
on this by hypothesizing a long interval between the first two
episodes, which would then tend to recur more easily due to self-
induced instability. These findings therefore support the idea of
significant heterogeneity in the age of onset of bipolar disorder,
which can manifest as early as puberty and up to an advanced age.
Nevertheless, it seems that as the age of onset increases, sporadic
cases become more common than familial ones.'? Angst, in his
review of the previously cited literature, found no decrease in
the frequency of episodes with age, which contradicts the initial
observations of Kraepelin, who noted a decline in the disease after
age 40 in early-onset forms,® a finding that other authors have
adopted under the term “extinction.” Genetic studies, particularly
genotypic and phenotypic approaches involving the search for a
candidate gene and the identification of endophenotypes, especially
in bipolar relatives, have validated this identification of early-onset
and late-onset subgroups.'® In the late-onset group, in addition
to a less pronounced seasonal pattern, a longer interval between
episodes, and a less marked familial component, the clinical
profile also appears different, with a lower risk of suicide and
less comorbidity with other psychiatric manifestations classically
observed in early-onset bipolar disorder, such as panic disorder,
conduct disorder, alcohol abuse, substance dependence, and the
presence of psychotic features during mood episodes, although
this last point remains debated. In other words, there are fewer
associated psychopathological elements in the late-onset forms.'

The clinical presentation of bipolar disorder in older adults is
therefore that of a depressive or manic episode where the classic
symptomatology is modified to varying degrees, primarily due
to somatic disorders or the effects of associated treatments, but
also likely due to the specific dynamics of aging that permeate

the individual’s experience and mental representations.® As for
the manic picture (17-22%), it is often difficult to characterize''¢
because there is frequently a reduction in grandiose ideas, flight of
ideas and hyperactive behavior in favor of more marked cognitive
alterations, as well as character disturbances such as irritability
sometimes underpinned by a feeling of persecution, this overall
reduction of symptomatology however remains debated. The
reduction of sleep time, the tendency towards reckless spending
and hypersexual behavior, although inconsistent, remain good
diagnostic criteria, the latter two criteria also being found in cases
of frontotemporal degenerations in their frontal variants."

As for the depressive picture, it often appears masked and atypical
in its expression:

— Fatigue, apathy, weight loss, and sleep disturbances are common
in the elderly and are often linked to somatic problems (various
illnesses, dementia, sensory disturbances) or medication.

—There is a dissociation between mood, motivation, and behavior,
hence the frequency of alexithymia, characterized by a lack of
recognition, difficulty in experiencing feelings, and an appearance
of indifference towards one’s depressive mood.

— Certain expressions of depressive suffering frequently take
center stage (panic attacks, hypochondria, personality changes
taking on a delusional tone, cognitive impairments).®

This condition may also be understated, sometimes appearing
as social withdrawal, inhibition, or a new inclination toward
somatization in someone who previously had no such symptoms.
Sadness, feelings of guilt and worthlessness, anhedonia, and
emotional indifference may thus remain masked but will eventually
surface in relationships.'® Furthermore, we observe a particularly
high frequency of mixed episodes in the elderly."”

The onset of delusional ideas, with or without hallucinations,
and more rarely, addictive behaviors (alcohol abuse, anorexia),
as well as the exacerbation of pre-existing personality disorders
(particularly obsessive-compulsive disorder), can also be atypical
expressions of a depressive or manic episode. Schizoaffective
disorder may be diagnosed if psychotic symptoms continue
throughout the acute episode.”” Nonetheless, multiple studies
focusing on middle-aged cohorts have observed a decline in this
diagnosis, accompanied by an increase in the frequency of bipolar
disorder diagnoses.’” Regardless of whether the presentation is
manic or depressive, the differential diagnosis will essentially be
with a dementia (frontotemporal degeneration in its frontal and
behavioral variant, Lewy body disease and Alzheimer’s disease
in particular), a confusional state, especially since certain mood
disturbances, particularly manic ones, can take on a confusional
tone in the elderly, and finally a psychotic state depending on
whether the symptomatology is predominantly Alzheimer’s
disease is characterized by massive memory impairments affecting
both recall and recognition, often accompanied by anosognosia,
whether partial or complete. This leads to a significant and highly
specific disorganization of memory functions, where the past and
present become intertwined, interwoven with other observed
manifestations (mood changes, delusions, and personality
alterations). Other cognitive impairments may also be present,
such as difficulties recognizing places and people.”

Frontotemporal lobar degeneration, in its behavioral form, appears
more difficult to distinguish due to the presence in both cases
of prominent behavioral and personality manifestations, which
are not always easy to differentiate from mood symptoms. This
is especially true given the familial history of both diseases
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and the limited usefulness of imaging in the initial stages of
frontotemporal dementia. Therefore, it is often the marked and
rapid progression of cognitive decline, accompanied by a reduction
in language, which allows for a retrospective diagnosis. Certain
behaviors hyperorality, bulimia, perseveration, and stereotypy are
initially distinct from frontotemporal dementia.”' However, in our
experience, Lewy body dementia poses the most difficulties due
to the fluctuation of mental states, easily confused with mood
instability, and the presence of initially mild, subcortical cognitive
impairments that are quite similar in nature.

Furthermore, psychomotor retardation can easily be confusing
with Parkinsonian syndrome, and sleep disturbances, although
different (anxious awakenings in mood disorders, restless sleep
in Lewy body dementia), are also observable in the second half of
the night. Paradoxically, then, it is delirium and especially visual
hallucinations that prove to be the distinguishing features, as they
are more frequent and involve a particular sensory experience
and perception in which the patient partially recognizes the
pathological nature of their disorder (assertive judgment).*
Conventional imaging is not very discriminating, which is not the
case with functional imaging in a particular technique analyzing
the fixation of a dopamine transporter (DAT scan) and allowing
objectifying a localized lesion, depressive or delusional

3. Clinical Forms, Classifications, and Evolutionary Aspects

We propose to distinguish three typical situations in an elderly
individual presenting with bipolar disorder:"’

— Early-onset bipolar disorder in old age. The first episodes appear
before age 50. This condition frequently appears in families.
While some think symptoms and relapses decrease with age,
experts continue to debate this. As a result, the outlook can differ
from case to case, and ongoing treatment is frequently required.*

— Late-onset bipolar disorder. The first episodes occur after age 50
with a long interval between the first two episodes. There is little
or no familial component, which is associated with the possibility
of underlying organic factors, particularly neurological ones. The
symptomatology is less pronounced but tends to become chronic.
The prognosis is poor due to the duration of the episodes and a
certain resistance to treatment. Depressive episodes are more
frequent than manic episodes, which often manifest as late-onset
bipolar disorder under antidepressant treatment in individuals
with a long history of depression and who have previously been
free of manic episodes. However, it is difficult to distinguish from
certain confusional episodes where agitation predominates, and
which take on a manic appearance.**

— Late-onset mania. Bipolar disorder is typically simpler to
identify and connect with than depressive episodes, which
have more varied causes. However, it can also be difficult to
distinguish from certain confusional states. There is no prior
history, and the links with family history and the seasonal pattern
appear less pronounced.”” The impact of life events, on the other
hand, and especially somatic alterations, are significant and are
the determining factor in unmasking a previously latent mood
disorder. Indeed, we find at the origin all manifestations with
cerebral repercussions, including cerebrovascular disease, the
main neurodegenerative disorders, thyroid problems, the role of
deficiencies such as vitamin B12 deficiency (whose neurotoxic
nature should be noted), and corticosteroid therapies. This notion of
late-onset mania thus validates the concept of the bipolar spectrum,
including secondary bipolar disorders, which would therefore be
situated at one end of the spectrum: it is as if a particular factor
were to reveal an underlying vulnerability that, in other individuals
further along the spectrum, would spontaneously manifest.?

The Shulman and Herrman classification into several subtypes,
notably distinguishing primary bipolar disorder, which is likely
to develop in older adults, from latent bipolar disorder, whose
manic manifestations may only appear later in life, represents a
temporary classification that adequately accounts for the various
observed data.’**" However, the question of whether certain
late-onset manias (or mixed states), particularly those involving
antidepressants and isolated (monopolar in a sense), belong to
this category remains debated. This condition tends to progress
poorly because it’s associated with specific risk factors, often
turning chronic after long periods and showing some resistance
to treatment. It is important to note that suicide rates are still
elevated, especially in complex cases.*?

4. The Role of Neuropsychology in Diagnostic Assistance

Cognitive impairments in acute states linked to mood alteration and
affective manifestations do not pose any diagnostic problems. Our
main emphasis will be on conditions associated with chronicity,
which often separate themselves from emotional symptoms.
It is important to differentiate these from neurodegenerative
diseases, well-known for their high prevalence among older adults
which underscores the need for early diagnosis and effective
management. These impairments are particularly frequent, of
a subcortical and frontal type, as we will see, and, crucially,
tend to persist in the euthymic phase.** Furthermore, they are
heterogeneous due to treatments and often associated cerebral
comorbidities, the clinical impact of which is poorly understood
(micro lacunar infarcts, leukoaraiosis), and also because certain
residual depressive symptoms (slowness, loss of initiative) and
even some motor problems are associated with the cognitive
impairments themselves.* However, these disorders are difficult to
analyze using calibrated, validated tools originally developed for a
primarily neurodegenerative context and require a specific tool.*

Beyond the trait or state nature and the early-late dichotomy, it
will also be necessary to specify whether the disorder is unipolar
or bipolar, type 1 or 2, and whether it is manic, depressive, or
mixed. Every cognitive domain should be assessed separately
during this process. Furthermore, a correlation, or at least a
comparison, will be necessary with other psychiatric disorders,
primarily schizophrenia, but also with various neurodegenerative
disorders (Alzheimer’s, frontotemporal dementia, Parkinson’s), not
forgetting the changes specific to aging. A first observation to be
made is the variability in the occurrence of cognitive impairments
in a depressive context, with the aim of characterizing the type
of depression involved.*® This typology can be based on whether
the condition is unipolar or bipolar, the intensity, duration, and
frequency of depressive episodes, as well as a dominant symptom.
Research differentiates anhedonic depression, which may involve
reduced pain inhibition, from depression with vegetative symptoms
like sleep and eating changes, where cognitive impairment is more
common.*®

These manifestations must now be further defined from the
perspective of different cognitive domains: First, we can mention
an impairment of sustained attention, which appears to be more
pronounced in unipolar depressive patients compared to bipolar
patients, although both groups still maintain superior performance
compared to schizophrenics;*” Other attentional capacities
(selective and divided attention) are also impaired in connection
with executive functions* involving planning, decision-making,
problem-solving, activity control, adaptation to novelty, regulation
of emotional response, the impairment of which is observable in
both ¢ However, it appears to be more pronounced:
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— following severe depressive episodes, particularly compared
to following manic episodes,* although there is conflicting data.

— in bipolar disorder, compared to unipolar disorder, but always
to a lesser degree than in schizophrenia.

— in bipolar I disorder as opposed to bipolar II disorder.*’

— in late-onset depression: this notion, which may seem surprising
given the limited history and therefore few recurrences in such
cases, remains a subject of debate. One explanation is that residual
depressive symptoms are both more frequent and more debilitating
and are also more easily overlooked with age.*!

Cognitive impairment is associated not only with how severe an
episode is but also with the total number of episodes experienced.
These links remain poorly defined, but nonetheless constitute an
argument for the identification of a type of late-onset depression
in which these cognitive alterations would be more intense and
persist longer, with a tendency to worsen with each relapse,
as if the impact of the disorder were affecting the same brain
region through a neurotoxic process.* This would be less clear
in early-onset bipolar disorder in older adults, where executive
dysfunctions would be more linked to symptoms in a comparable
way regardless of age, thus appearing as a state marker rather
than a trait marker.* Memory impairments* need to be clarified
due to their involvement in the neurodegenerative domain.
Linking to the previous findings, and operating on an implicit,
non-declarative level, these findings affect working memory, but
also, on a more explicit and declarative level, verbal episodic
memory, with a decrease in encoding and retrieval while respecting
the consolidation process. This results in a deficit in free recall
with a marked improvement in selective cueing (i.e., better in
a mood-congruent domain).* Recognition and learning remain
intact, which leads to almost no intrusions when recalling words
during tests. This episodic memory deficit is quite distinct from
the hippocampal impairment seen in Alzheimer’s disease or
related conditions like amnestic mild cognitive impairment, which
typically also involve notable anosognosia. It is therefore less
a memory disorder than a retrieval disorder, that is, a disorder
of access to memory content. It’s as if attentional capacities are
literally saturated by particularly intrusive depressive thoughts.
During an acute episode, these thoughts are exacerbated by
executive deficits, but like the latter, they persist in the intercritical
phase, appearing as a characteristic feature clinical form.*

Once more, it is evident that recurrent depressive episodes intensify
memory deficits among both unipolar and bipolar patients, yet
do not change the established pattern of impairments previously
discussed. However, the persistence of cognitive deficits observed
alongside clinical improvement is always less pronounced than
in schizophrenics, where these deficits tend to persist, as if the
presence of associated psychotic symptoms always modifies the
cognitive profile, leading to a worsening.*” Reports have also
noted difficulties with visuospatial abilities and other cognitive
problems. These issues are not well understood and may stem
from problems with executive functioning, such as challenges in
planning specially on visual tasks unless they specifically reflect
trouble processing abstract concepts.*® On the one hand, this
disorder in the elderly is often intertwined with manifestations
of toxic or vascular origin and is, on the other hand, exacerbated
by benzodiazepines (although this phenomenon is inconsistent),
antipsychotics (a poorly understood and controversial
phenomenon),* anticonvulsants, lithium (with contradictory
data for the latter ), and tricyclic antidepressants.®® Although
antidepressants typically help boost mood, enhancements in
cognitive abilities tend to take longer to appear, especially among
older adults. Electroconvulsive therapy (ECT) severely impairs

memory function for up to ten days after the end of the sessions,
most often in a reversible manner.™!

Furthermore, it is also important to consider that the residual
cognitive impairments observed in bipolar patients are more
pronounced quantitatively with age, constituting both a
confounding factor and the outcome of a lifestyle including
medication, alcohol, and other toxins associated with the
condition.”” This can account for a truly demented picture observed
without, however, allowing us to prejudge its origin related to
the illness or not. While it contributes little to diagnosis, brain
imaging sheds some light on the understanding of the illness in
older adults. Several questions will arise: firstly, determining
the morphology and location; secondly, the type of abnormality,
which may be an increase or decrease, hypo- or hyperactivity;
thirdly, considering the correlations between manic, mixed, and
depressive symptomatology, the normothymic state (trait versus
state distinction), or specific symptoms such as impulsivity; and
thirdly, differentiating between subgroups of early and late forms,
taking into account familial aspects.’” The abnormalities observed
in conventional imaging are further clarified by functional
imaging. From a morphological point of view, there are volume
abnormalities with an increase in ventricular volumes suggesting
cellular damage in the form of loss or atrophy. Involvement of
the lower part of the left prefrontal lobe is frequently found, as is
involvement of the anterior cingulate cortex, especially in familial
conditions, with notable differences depending on whether patients
are treated with mood stabilizers or not.™

In contrast, the amygdala often becomes larger, especially as
people get older. In contrast to most people with depression,
bipolar patients treated usually have a healthy hippocampus.™
White matter abnormalities (hyperintensities on T2-weighted
MRI) are also present, particularly in the periventricular region.
This factor supports the idea that vascular depression might be
a unique clinical condition, though whether it truly exists is still
contested, and its link to bipolar disorder is not clearly established.*
Functional imaging may reveal abnormalities that are not visible
on conventional imaging, primarily affecting interhemispheric and
cortico-subcortical interactions (connectivity disorder). Although
these abnormalities warrant further clarification, they are also
present in other mental health conditions, including schizophrenia.
Finally, and crucially for supporting our understanding of late-
onset bipolar disorder, these abnormalities are more frequent in
disorders with a late onset. The familial nature of the disorder, the
presence of psychotic signs in the clinical picture, and treatments,
including lithium (whose neurotrophic effect has been debated),
also appear to be linked to the observed abnormalities. Overall,
however, the heterogeneity of the identified abnormalities makes
drawing conclusions difficult and requires refinement of diagnostic
techniques to distinguish them from impairments related to
neurodegenerative disorders or simply to age.

5. The Evolution of Late-Onset Mood Disorders: The Concept
of Late-Onset Bipolar Disorder

In addition, it is important to differentiate late-onset mania
with no previous history from late-onset depression. Late-onset
depression tends to be more challenging to recognize, presents
in more complex ways, and may be linked to a wider range of
underlying causes.'” Regarding mania, which we will associate
with mixed states, it is difficult to draw definitive conclusions due
to the poor overall prognosis of mania, often leading to premature
death. However, the importance of neurological comorbidities
(71% according to one study) should be emphasized.”¢ As for
depression, which appears to be the initial presentation in 20%
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of cases, it is useful to first distinguish between early depressive
episodes, which have a proven multigenic genetic component,
and late-onset depressive episodes, which are more multifactorial
without a marked genetic component.”” Regarding late-onset
depressive episodes, it is worth noting that a history of depression
can, to a small extent, be a risk factor for Alzheimer’s disease.’®
Concerning late-onset depressive episodes, we must distinguish
those linked to a neurodegenerative disorder in the predementia
or dementia stage, whether it be Alzheimer’s disease, Lewy
body dementia, or the group of frontotemporal degenerations,
not forgetting the potential vascular component, which must be
assessed in light of its particular impact on the individual’s mood.*
The spectrum concept links chronic, late-onset depression with
bipolar disorder. Now, regarding the links with neurodegenerative
diseases, in the case of late-onset depressive episodes, the link to
Alzheimer’s disease has been the most studied and shows a weak
but undeniable correlation.® Studies linking a major depressive
episode to an initial one also exist in Lewy body dementia and
Parkinson’s disease®” as well as frontotemporal degenerations,
made difficult however by the fact that the boundaries of these
conditions are poorly known, unlike Alzheimer’s disease, which is
increasingly well identified, whether in its prodromal pre-dementia
form (amnestic mild cognitive impairment) or dementia form.

6. Management Strategies for Bipolar Disorder in Older Adults

Managing bipolar disorder in older adults requires a comprehensive,
individualized approach that balances symptom control, functional
preservation, and minimization of treatment-related risks. Key
strategies include pharmacological interventions, psychosocial
support, and lifestyle modifications.

Pharmacological Management

Mood Stabilizers: Lithium remains a first-line treatment for mania
and maintenance therapy, but older adults are more susceptible
to renal and thyroid complications, necessitating careful dose
adjustments and regular monitoring of renal function, electrolytes,
and thyroid levels.

Anticonvulsants such as valproate and lamotrigine are commonly
prescribed when lithium cannot be used or is not well tolerated.
Lamotrigine may be preferable for older adults with depressive
episodes due to its favorable cognitive profile.

Antipsychotics: Atypical antipsychotics, such as quetiapine or
olanzapine, can be effective for acute mania or mixed episodes.
However, they carry increased risk of metabolic syndrome,
sedation, and cerebrovascular events in the elderly, requiring
cautious use and monitoring.

Antidepressants are given carefully and under strict supervision,
especially when used together with mood stabilizers, to reduce
the chance of triggering mania.

Psychosocial Interventions

Cognitive Behavioral Therapy (CBT): Tailored CBT can help older
adults manage depressive symptoms, recognize early warning
signs of mood episodes, and develop coping strategies.
Psychoeducation: Educating patients and caregivers about

symptom recognition, medication adherence, and lifestyle
management improves outcomes and reduces relapse risk.

Support Groups: Peer and caregiver support groups provide
emotional support, reduce isolation, and enhance coping skills.

Lifestyle and General Health Considerations

Sleep Hygiene: Maintaining a regular sleep-wake cycle is crucial,
as sleep disturbances can precipitate mood episodes. Physical

Activity and Nutrition: Regular exercise and a balanced diet
can improve mood stability and overall health. Management
of Comorbidities: Older adults often have multiple medical
conditions (e.g., cardiovascular disease, diabetes) that can
complicate treatment. Coordination with primary care providers
is essential.

Monitoring and Follow-Up

Regular assessment of mood symptoms, cognitive function, and
physical health are essential. It’s important to regularly assess
medication plans to reduce unnecessary drugs and prevent negative
side effects.

Considerations for Hospitalization or Intensive Care

Severe mania, psychosis, or suicidal risk may necessitate short-
term hospitalization. Inpatient care should prioritize safety,
stabilization, and early planning for community reintegration.

7. Conclusion

Bipolar disorder in older adults represents a complex and
heterogeneous clinical condition that poses significant diagnostic
and therapeutic challenges. Its presentation is frequently atypical,
often characterized by subtle or masked symptoms, cognitive
impairment, and a high burden of somatic comorbidities. These
features not only complicate diagnosis but also increase the risk of
misclassification, particularly in the context of neurodegenerative
diseases and other psychiatric conditions common in later life. The
heterogeneity of onset patterns ranging from early-onset illness
persisting into old age to late- or very late-onset forms further
underscores the need for nuanced clinical assessment. Later-onset
bipolar disorder raises important questions regarding underlying
neurological, vascular, and degenerative mechanisms, suggesting
that it may, in some cases, represent a distinct subtype within the
bipolar spectrum. The interaction between mood dysregulation
and cognitive impairment is especially critical, as it impacts
functional autonomy, prognosis, and quality of life. Effective
management requires an integrated, patient-centered approach
that combines pharmacological and psychosocial strategies
while carefully accounting for age-related vulnerabilities.
Medications must be carefully managed to reduce side effects,
which includes monitoring for signs of toxicity or interactions
with other drugs. At the same time, psychosocial interventions,
caregiver involvement, and lifestyle optimization play a crucial
role in maintaining stability and preventing relapses. Despite
advances in understanding, significant gaps remain in literature.
There is a need for longitudinal studies focusing specifically on
older populations to clarify the natural history of the disorder,
identify biomarkers of late-onset forms, and develop age-specific
treatment guidelines. It is also important to consider how cognitive
impairment affects individuals and to explore the possible two-
way connection between bipolar disorder and neurodegenerative
diseases. From a clinical perspective, improving recognition of
bipolar disorder in older adults is essential. This requires increased
awareness among clinicians, the use of appropriate diagnostic
tools, and a high index of suspicion when evaluating atypical
mood or behavioral changes in the elderly. Early and accurate
diagnosis, combined with individualized and multidisciplinary
care, can significantly improve outcomes, reduce morbidity, and
enhance quality of life.

In the context of global population aging, bipolar disorder in older
adults is likely to become an increasingly important public health
issue. Addressing this challenge will require not only advances in
research and clinical practice but also the development of healthcare
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systems capable of delivering coordinated, comprehensive, and
geriatric-sensitive mental health care.
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