SOttet ofnitst dFutsting, SOt QARIFHOH - X|IHME

of

Introduction and case presentation - typical case of mild cognitive
impairment
Kyung Won Park, MD, PhD

Department of Neurology, Dong-A University College of Medicine, Cognitive Disorders and Dementia Center, Dong-A University
Hospital, Busan, Korea

Cognitive decline is a common and feared aspect of aging. Mild cognitive impairment (MCI) is defined as the symptomatic pre-
dementia stage on the continuum of cognitive decline, characterized by objective impairment in cognition that is not severe enough
to require help with usual activities of daily living. The prevalence of MCl in adults aged 65 years and older is 10% to 20%; risk in-
creases with age and men appear to be at higher risk than women. In older patients with MCI, clinicians should consider depression,
polypharmacy, and uncontrolled cardiovascular risk factors, all of which may increase risk for cognitive impairment and other neg-
ative outcomes. Currently, no medications have proven effective for MCI; treatments and interventions should be aimed at reducing
cardiovascular risk factors and prevention of stroke. Aerobic exercise, mental activity, and social engagement may help decrease risk
of further cognitive decline. Although patients with MCl are at greater risk for developing dementia compared with the general pop-
ulation, there is currently substantial variation in risk estimates, depending on the population studied. Current research targets im-
proving early detection and treatment of MCl, particularly in patients at high risk for progression to dementia. In this review, we will
introduce the concept and overview of mild cognitive impairment and also present typical case of patient with MCI.
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BEAXY0HS HHHOl S & HHIIE AN

Revised Mayo Clinic
Criteria for MCI
(2003)

diagnostic category.

Common Core Characteristics
- Self- or informant-reported cognitive complaint
s - Objective cognitive impairment
NIA-AA Criteria for
MC! due to AD - Preserved general cognitive functicning
2011) - No dementia (2013)
‘Specify potential underlying stiology:

$Spacify diagnostic categery:

Figure 1. Current diagnostic criteria for mild cognitive impairment
(Curr Psychiatry Rep 2014).
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' Concern regarding a decline in cognition obtained from patient, informant, |
or clinician, or as the result of worsening performance on cognitive testing

I

Perform history focused on the following:
Changes in cognitive function (onset, trajectory, examples)

Changes in functional status (activities of daily living and instrumental activities
of daily living, especially a change in ability to manage finances)

Current prescription and over-the-counter medications

Neurological symptoms (vision, hearing, speach, sleep-disordered breathing, gait,
and numbness and tingling)

Psychiatric symptoms (depression, anxiety, and behavioral or personality changes)

I

Perform physical and neurological examination

!

Perform laboratory testing including the following:
Complete blood cell count, electrolytes, glucose,
calcium, thyroid function, vitamin B, ,, and folate

!

Perform cognitive testing including the Montreal
Cognitive Assessment (MoCA) or the Mini-Cognitive
Assessment Instrument (Mini-Cog)

¥

No Evidence of mild cognitive Yes

%, impairment from evaluation?  /

Reassure patient and family Optimize vascular risk factor control
Perfarm follow-up for Treat depression if present

reevaluation in approximately Address polypharmacy; stop medications
& months or with significant that negatively affect cognitive function
EEIEEADTS Optimize vision, hearing, and
sleep-disordered breathing

Counsel patient and family on beneficial
behaviors, safety, finances, long-term
care, and prognosis (See Box 3)
Perform follow-up for reevaluation in
approximately 6 months or with
significant change in status (See Box 3)

Figure 1. Current diagnostic criteria for mild cognitive impairment
(Curr Psychiatry Rep 2014).
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Tahle 1. Currently proposed disease-modifying therapies for Alzheimer’s disease

Target pathway Drug mode of action Status of clinical trial
Amyloid 1 AB production BMS-708163 y-secretase inhibitor Phase I, discontinued
EHT0202 a-secretase stimulator Phase I, completed
EVP-0962 y-secretase modulator Phase II, single center
Tarenflurbil y-secretase modulator Failed in phase Il
Semagacestat y-secretase inhibitor Failed in phase Il
TTP488 RAGE inhibitor Phase Ilb
| AB aggregation Tramiprosate | AB aggregation Failed in phase Il
1 AB clearance Crenezumab Passive immunization Phase II, completed
Solanezumab Passive immunization Phase Il
Gantenezumab Passive immunization Phase Il
IVIG newGAM Passive immunization Phase Il
Affitope AD02 Active immunization Phase II, completed
CAD106 Active immunization Phase Il
Tau | tau aggregation TRx0237 Tau aggregation inhibitor Phase IlI
Epothilone D Microtubule stabilizer Phase |
Neurotransmitter Varenicline Nicotine agonist Phase I, discontinued
Lu AE58054 5-HT6 antagonist Phase IIl
Other Simvastatin Immunomodulation Phase Il
Thalidomide TNF-o. inhibitor Phase Il

Intranasal insulin

Synaptic modulation,
Regulate AB

Phase Il, completed

AP, beta-amyloid; RAGE, receptor for advanced glycation end products.
Source: http://wwuw.clinicaltrials.go.
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