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“I have reached an 
age when, if 
someone tells me 
to wear socks, I 
don’t have to.” 
- Albert Einstein 
 

 
 



	  
	  

OUR AGING POPULATION���
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Statistics Canada: 

	  



OUR AGING POPULATION 



OUR AGING POPULATION 

 
As the general population 

ages,  
so does the professional 

population.  
Should this worry 

regulators? 



“NORMAL” AGING 

 
Effects of normal aging on the body: 
•  Sensory organ changes (vision 

changes, hearing loss) 
•  Reflexes slow 
•  Skin loses elasticity 
•  Bones lose density 
•  Metabolism and hormone 

production changes 

 



“NORMAL” AGING 

Effects of aging on the mind (cognition): 
§  “Fluid” intelligence declines 
§ Decline in recent memory/new memory formation 
§ Attention changes 
§  Processing speed slows 
§  Problems with word retrieval 
§  Effects vary considerably among individuals 

	  



“NORMAL” AGING 

 
Some aspects of cognition tend to remain stable or improve with age: 

§  Language, conversation skills improve 
§ Wisdom + experience = improved decision making 
§  “Crystallized” intelligence is stable 
§ Remote memory is preserved 
§ New brain cells can still be formed 

 



FLUID VS. CRYSTALLIZED INTELLIGENCE 

Taken from Park, Denise C. et al. “Models of visuospatial and verbal memory across the adult life span”. Psychology and 

Aging 7(2) (2002): 299-320.



SUCCESSFUL AGING: ROWE & KAHN, 1998 

 
Avoidance of 

diseases and risk 
factors for diseases 

Active 
engagement 
with life 

Maintenance of 
physical and 

cognitive 
activity 

Caution: This model represents an ideal. Many diseases are genetic, and 
not necessarily avoidable. Disease should not be thought of as a “failure” 

of aging.  



NEUROPLASTICITY AND AGING 

•  Studies show positive neuroplasticity (change in brain structure and 
function) in response to “good stress”: efforts such as physical 
exercise, occasional fasting, new skills acquisition, cognitive training, 
other stimulating activities, and antidepressant therapy (where 
appropriate).

•  The opposite is true for chronic “bad stress”: social isolation, 
untreated anxiety, depression, lack of stimulation, lack of exercise, 
poor sleep, inadequate nutrition.

•  Importance to successful aging of staying active, socializing, taking on 
new challenges, eating and sleeping well and treating depression and 
anxiety cannot be overstated.



THE COGNITIVE CONTINUUM 

“Normal” 
Cognition 

Mild Cognitive 
Impairment  

(MCI) 

Dementia and 
Increasingly 

Impaired 
Cognition 

Note: No step 
pictured here is 
an inevitable 
progression to 
the next. 



MILD COGNITIVE IMPAIRMENT (MCI) 

• More serious cognitive decline 

• Subjective and objective indicators 

• Higher risk of developing dementia 

• Able to function with adaptations 
 
 



MILD COGNITIVE IMPAIRMENT (MCI) 

•  Amnestic vs. non-amnestic 

•  Thorough assessments necessary to determine underlying 
cause 

•  May be compensated for (e.g., reminder lists) and does not 
necessarily interfere with daily living 

•  MCI may be early stage of Alzheimer’s Disease 



MILD COGNITIVE IMPAIRMENT (MCI) 

Question: 
Can an individual with MCI safely practise as a 

professional? 
 

Answer: 
It depends on the nature of the professional’s practice, 
and the nature and degree of impairment. A surgeon 
with Parkinson’s will likely need to restrict practice 

before a different type of practitioner will. 
 



DEMENTIA 

Most common causes of age-related dementia: 
• Alzheimer’s Disease 
 

• Vascular (Blood Vessel) Dementia 
 

• Parkinson’s Disease 



ALZHEIMER’S DISEASE 

• Accounts for 60-70% of all cases of dementia 
 
• More prevalent at age 65 and older, but can begin in 

40s and 50s. 
 
•  Slow onset: makes it difficult at first to distinguish 

normal “forgetfulness” from pathological condition. 
 

	  



ALZHEIMER’S DISEASE 

 

• Progressive illness: worsens over time, to point 
where patient may not be able to respond to 
environment or remember loved ones. 

 

 
• Medical treatment (Aricept, etc.) is aimed at 

symptom stabilization. While promising research 
is taking place, there remains no cure. 

 
 



ALZHEIMER’S DISEASE:  
ASSESSMENT & DIAGNOSIS 

•  May consist of some combination of neurological, geriatric 
and/or neuropsychological.  

•  No definitive diagnostic test; e.g., no x-ray or scan or blood 
test but brain imaging may be used: 

§  Single Photon Emission Computerized   Tomography 
(SPECT) Scan 

§  Positron Emission Tomography (PET) Scan. 



	  
	  

VASCULAR (BLOOD VESSEL) DEMENTIA���
���
 •  Second most common cause of dementia 

•  Not a single disease, but a group of syndromes relating to 
different vascular mechanisms. 

•  May be caused by: 
§  Stroke (CVA, or cerebrovascular accident): but all strokes 

do not necessarily cause dementia 
§   Narrow or damaged blood vessels in the brain 

 



VASCULAR DEMENTIA:  
ASSESSMENT & DIAGNOSIS 

• Neurological examination 

• Brain imaging 

• Carotid ultrasound 

• Neuropsychological testing 
 



PARKINSON’S DISEASE 

•  Progressive disorder of the nervous system marked by 
impaired movement (tremor, rigidity), coordination, cognition 
and affect 

 
•  Caused by impaired dopamine-producing cells in the substantia 

nigra portion of the brain 
 
•  Dopamine is a neurotransmitter involved in regulation of 

movement and pleasure 
 



PARKINSON’S DISEASE: 
ASSESSMENT & DIAGNOSIS 

•  Clinical history and observation: 
§  Tremor, slow movement, muscle rigidity 
§ Onset on one side of body 
§  Resting tremor 
§  Responsiveness to dopamine 

•  Neurological examination by neurologist with subspecialty in 
movement disorders 

•  Treatment consists of medication (Sinemet, etc.), strengthening 
exercises and mobility adaptations (walkers, no stairs) 

 



CAPACITY (HEALTH) ASSESSMENTS 

•  Threshold for triggering assessment? 
§ Assessments are invasive and not to be undertaken lightly 
 
§ Cannot be directed by regulator capriciously; must meet 

statutory threshold (if governing legislation articulates one); 
and take into account considerations of procedural fairness 
and privacy 

§  Fairness: Provide written reasons for directing assessment 
(Cotton v. College of Nurses of Ontario, 2008 CanLII 26674 
(ON SCDC) 



CAPACITY (HEALTH) ASSESSMENTS 

Consider: 
•  Neuropsychological (by psychologist) 
§ Assessment of functional capacity 

•  Neurological (by neurologist) 
§ Brain imaging (CT, MRI) 

•  Geriatric (by geriatrician) 

•  Occupational (by peer) 



REGULATORY APPROACHES 

•  Where their health conditions require it, most professionals 
willingly adapt their practices as they age; e.g., limiting tasks, 
hours of work. Where regulator is involved, restriction may 
result from voluntary undertaking by the professional. 

 
•  But regulators may encounter problems: 
§  Professionals with financial issues, who can’t afford, and is 

therefore unwilling to retire or even limit practice 
§  Professionals who lack insight into health issues and 

potential impact of same on ability to practise safely 
§  In either case, regulator may have to proceed with more 

coercive measures to ensure public safety 



REGULATORY APPROACHES 

The grey area:  
What options exist to address health assessments 

which indicate MCI, but which do not contain a clear 
statement of risk to public? 

 



PRACTICE ADAPTATIONS 

•  Avoid solo practice 
•  Close practice supervision, with regular reports 
•  Regular follow-up with 
§  Family physician 
§ Geriatrician 
§ Neuropsychological testing (repeat) 
§ Neurological examination (repeat) 

•  Competence (Quality Assurance) 
§   Random? 
§ Age-targeted? 



CONCLUSION

Regulators should always approach issues of professional health 
in a sensitive, compassionate manner….but it is essential to 

remember that the regulator’s first duty is to protect the public. 
 

If a professional’s health condition puts the public at risk, his or 
her practice needs to be restricted accordingly. 
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