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As Singapore’s population ages, cognitive decline presents an escalating clinical challenge. Dementia affects approximately
6% of individuals aged 65 and above in Singapore. Understanding the distinction between normal aging, Mild Cognitive
Impairment (MCI), and clinical dementia is vital for timely clinical intervention.

Defining the Spectrum: MCI vs Dementia

Cognitive decline represents a pathological state rather than a standard feature of aging, meaning the historic term "senile

dementia" is clinically obsolete. The clinical spectrum is classified into distinct stages:

. Dementia Syndrome: Occurs when memory, learning, thinking, or decision-making skills are sufficiently
compromised by brain diseases to impact daily functional capacity. It is an umbrella term for symptoms caused by
neurological disorders and currently has no medical cure.

. Early Onset Dementia: Diagnosed when common clinical symptoms, such as frequent memory loss, manifest in
patients younger than 65 years old.
. Mild Cognitive Impairment (MCI): A transitional state marked by objective cognitive decline beyond normal

age-matched drops, though independent functional living remains largely preserved.

Clinical Symptoms and Presentation

Symptoms vary depending on the primary etiology and stage of progression, typically manifesting across cognitive,
behavioral, and functional domains:

. Cognitive Decline: Progressive memory loss and general decline in brain function.

. Functional Impairments: Difficulty in completing familiar tasks along with poor judgment. Patients often display
confusion, disorientation, or uncertainty about time and place.

. Behavioral and Psychological Shifts: Notable mood changes, unexpected loss of interest in work or social activties,
and impulsive behavior. Advanced stages may involve a disregard for the feelings of others.

. Spatial Disorientation: A tendency for wandering and getting lost within an otherwise acquainted or familiar
neigborhood.

Etiology and Classifications of Dementia

Dementia stems from various distinct underlying brain disorders. The table below outlines the primary and secondary
etiologies encountered in clinical practice: (see next page table in details)

Less Common Etiologies of Dementia:

. Huntington's disease (progressive hereditary motor and cognitive problems)
. Creutzfeldt-Jakob disease (rapidly degenerative, fatal brain disorder)
. Leukodystrophy-like diseases (white matter neurodegenerative conditions)
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Risk Factors and Secondary Complications

Risk Factors

. Non-Modifiable: Age above 65 years, a positive
family history of dementia, and genetic
conditions like Down syndrome.

. Modifiable/Metabolic: Chronic conditions
including diabetes, hypertension, or high
cholesterol levels.

. Behavioral/Psychological: Clinical depression,
alongside excessive consumption of alcohol
and drugs.

. Structural: Build-up of excess fluid in the brain
triggered by active infections or intracranial
tumors.

Advanced Complications
As neurodegeneration progresses, patients experience-

Type of Dementia

Occurrence

Primary Mechanism

Alzheimer’s Disease

Most common

Abnormal build-up of tau
tangles and amyloid plaques

that damage healthy neurons.

Vascular Dementia

Second most common

Intracranial blood vessel
damage resulting in reduced

blood supply to the brain.

Lewy Body Dementia

Common progressive form

Abnormal clump-like deposits
of alpha-synuclein protein

(Lewy bodies).

Frontotemporal Dementia

Uncommon; typically occurs

Build-up of abnormal protein

severe secondary complications. These include chronic
insomnia, delusions, hallucinations, clinical depression,
and a decreased lifespan. Functional decline results in a
complete loss of the ability for social interactions and the

under 60 amounts concentrated in the

frontal and temporal regions.

loss of ability to live safely and independently, placing
individuals at high risk for severe dehydration and poor
nutrition.

Parkinson’s Dementia Secondary cognitive shift to | Cognitive, thinking, and

Parkinson’s disease behavioral changes in an
The Disease-Modifying Paradigm: Anti-Amyloid Therapies

established Parkinson's

Historically, management of Alzheimer's disease—the patient.

most common global cause of dementia—focused purely
on temporary symptomatic control. The introduction of monoclonal antibodies targeting beta-amyloid pathways marks a shift
toward disease-modifying intervention.

These therapies are indicated exclusively for patients in the early stages of the disease —specifically those presenting with
Mild Cognitive Impairment (MCI) or mild dementia due to Alzheimer’s—with objective confirmation of elevated beta-amyloid
pathology. They are explicitly not indicated for moderate or severe stages of dementia.

In 2025, Singapore’s Health Sciences Authority (HSA) approved two principal anti-amyloid therapies — Lecanemab (Legembi)
& Donanemab (Lormalzi)

Evidence-Based Preventive and Risk-Reduction Strategies

While there is no proven way to fully prevent dementia, proactive management of modifiable risk profiles can effectively delay

onset and diminish active symptom severity:

. Systemic Management of Chronic Conditions: Treating hypertension and diabetes minimizes underlying vascular
damage, decreasing the risk of stroke and subsequent vascular dementia. Managing clinical anxiety and depres
sion is equally vital.

. Sensory and Cognitive Preservation: Treating objective hearing problems is imperative, as hearing loss is directly
linked to a greater chance of cognitive decline. Patients should engage in mind-stimulating activities like memory
and word games, puzzles, and regular reading to build cognitive reserve.

. Physical Activity and Nutrition: Regular physical activity can delay dementia onset and lessen active symptoms.
Advise a balanced diet rich in whole grains, fruits, vegetables, and omega-3 fatty acids while strictly limiting refined
sugars and fats.

. Social Engagement: Maintaining robust social interactions prevents solitude and social isolation, both of which are
strongly correlated with an accelerated risk of cognitive decline and Alzheimer’s disease.

Conclusion

Effective management of cognitive decline in Singapore’s aging population hinges on early clinical differentiation between
normal aging, MCI, and clinical dementia. The 2025 HSA approval of anti-amyloid therapies has fundamentally shifted the
therapeutic landscape from purely symptomatic control to early disease-modifying intervention. This paradigm shift
accentuates the role of primary care physicians in capturing patients during the transitional MCI stage.

In the clinic, management must focus on aggressive control of modifiable metabolic risk factors alongside sensory, cognitive,
and social preservation strategies. Patients demonstrating early, objective cognitive deviations require prompt specialist
referral for biomarker profiling. Timely intervention ensures eligible individuals can access these new, time-sensitive therapies
before irreversible neurodegeneration occurs.





