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Program objectives
After attending this program, participants will be able to:

Explore the multifactorial pathophysiology of obesity as a chronic disease and describe
the rationale for its management.

Compare currently available Canadian pharmacotherapy options for the management of
obesity.

Discuss practical approaches to the initiation and maintenance of obesity management in
clinical practice.




WHAT is obesity?

Obesity is more a
disease state.

A.True

B.False

estyle issue than a chronic B

Obesity is recognized as a chronic disease and

global health issue

“Obesity is a chronic and often
progressive condition not unlike
diabetes or hypertension.”!

-Canadian Obesity Network

| “Recognizing obesity as a disease will help

change the way the medical community

tackles this complex issue that affects

approximately one in three Americans.”

American Medical Association /A
| (2013)

| (2012)

obesity is a primary disease,
and the full force of our medical
knowledge should be brought to
bear on the prevention and
treatment of obesity as a primary
disease entity...”

| “Obesity is a chronic disease, prevalent
in both developed and developing
countries, and affecting children as well
as adults.”

@ | “World Health Organization (2000)  *

ican Association of
ical Endocrinologists

“Obesity is a chronic medical disease requiring
enhanced research, treatment and prevention efforts.”s

==

-Canadian Medical Association (2015)




Prevalence and current landscape

& (+)

Canadians are living
with obesity34

!

Worldwide obesity has more
than DOUBLED since 1980

of the world’s adult population was

people die/year from overweight
or obesity?

Canadian children

>50% living with overweight/obesity in
20142 Canadian adults

Prevalence of overweight and obesity in Canada
is increasing
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Weight bias

* Refers to:
Attitudes/actions towards people with obesity that negatively affect clinical interactions
— Stigmatizing patients because of their obesity
— Applying stereotypes to a person because of their obesity which translate into prejudices,
unfair treatment and discrimination

« Weight bias and stigmatizing usually occurs when people believe that excess weight
is controllable and due to a lack of personal responsibility

Prevalence has increased by 66% in the last 10 years; similar to racial
discrimination in terms of its negative effects on an individual and on a society

53% of patients have received inappropriate comments from their doctors about
their weight

849 of patients believe their weight is blamed for all their medical complaints




Weight bias in clinical practice

- Addressing weight bias in clinical practice is challenging because it
is pervasive and more socially acceptable than other types of
bias

- Two types of weight bias exist in practice:
— Explicit: Deliberate and consciously expressed (e.g., telling a patient they
are “fat and unmotivated”)

— Implicit: Subconscious and hidden (e.g., chairs that don't fit, a scale that
won'’t weigh, lack of a large blood pressure cuff)

Discussion Point

How has weight bias played a

role in your practice?

Negative effects of weight bias

Weight Stigma

Eating and Physical Activity Physiological Reactivity Healthcare Services
Behaviours + Increased levels of: « Poorer treatment
- Binge eating o Cortisol adherence
+ Increased caloric consumption o C-reactive protein « Less trust of health
+ Maladaptive weight control o A viders
Disordered eating + Elevated blood pressure  + Avidance of follow-up

+ Lower motivation for exercise.

care
+ Less physical activity + Delay in preventive

health screening

| ]
1 ¥

Physiological Health/Distress

Psychological - Poor glycemic contral

Health/Distress + Less effective chronic disease self-
Depression managemen

- Anxiety +—> . More advanced and poorly controlled

- Low self-esteem chronic disease

- Poor body image + Lower health-related quality of life

+ Substance abuse
+ Suicidality




Strategies to overcome weight bias ‘

Acknowledge it exists on both levels

Not all obese patients want to talk about weight loss; do not assume this
is open for discussion

Create a weight-friendly environment (e.g., chairs, gowns, scales and
cuffs)

When discussing obesity emphasize its complex pathophysiology
involving genetics, physiology and environment

WATCH YOUR LANGUAGE!

WHY should we treat obesity?

Obesity is a chronic disease that is associated with
multiple comorbid conditions

= - Pseudotumor cerebri
- e i i)
Respiratory problems!

Dy: a
Hypertension
Congestive heart failure

Osteoarthritis?




Good eating habits, exercise and motivation are =
enough to lose and maintain weight.

A.True

B.False

Many modifiable and non-modifiable factors o
contribute to obesity
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intake

At

izenetics

A o

Adipose tissue _

Q-

® "4 ™ Medications
[ W &

Experienced palatability
or pleasure

“Obesogenic” environment:
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Following weight loss, physiologic and metabolic ‘

responses favour weight regain =4

Stomach Hypothalamus

& ?T — mzm{}

1 Desire
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Amylin "
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Adipose

tissue

Hormonal changes
persist long-term

1 PYY, peptide VY.

88B, blood-brain barrier; C

A weight loss of X% is associated with health benefits. ‘

A.5-10%
B.10-15%
C.15-20%

D.20-25%

Weight Ioss may improve obesity-related ‘

of 5-10% weight loss

Y384 353439
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risk of type 2 V risk in blood lipid in blood in severity of  disability (pain &
diabetes! ot profile? pressure? obstructive - physical function)
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WHO should we treat?

Assessing obesity and weight-related risks

Obesity, by definition:

Measure height
Measure weight
Calculate BMI

BMI = kg/m2

Other weight-related health

Abdominal adi it
i risks and comorbidities:

35t0 <40 | | 240
fass lass
ESITY

\sian, Chinese, Japanese,
uth and Central American

/90cm|  80cm

er weight-related comorbidities

ALT = alanine aminotransferase; BMI = body mass i

dex; FPG = fasting plasma glucose; NAFLD = non-alcoholic fatty liver disease.

Advantages and disadvantages of BMI

Does usually correlate with fat mass in the as a hormonal entity with certain metabolic
absence of significant exercise program properties-certain fat tissue can be “sicker”
than others

Advantages of BMI sadvantages of BMI

Does not account for fat tissue and adipocytes

Often correlates with risk particularly in patients
with higher BMI (greater than 40 kg/m2)

May not correlate with metabolic disease in all
individuals particularly in certain ethnocultural

obesity

Has a use to define the extent of overweight or

Does not consider muscle mass, breast mass




Assessing obesity and weight-related risks:
Edmonton Obesity Staging System (EOSS)

Stage 2

Measure of how healthy a Stage 1
person is

Based on the medical, mental,
and functional impact of obesity

Stage 0

£

Stage 3

Stage 4

Discussion Point

Should all patients be

encouraged to lose weight?

Obesity History

I. History

LOOK AT THE CHRONICITY OF WEIGHT GAIN, patterns, triggers of weight gain, duration

~ Increased risk of obesity - birth weight greater than 9.9 Ibs and mother with gestational diabetes
~ Overweight during childhood and adolescents

~ Weight gain during life events (pregnancy, trauma, menopause)
II. Assessment

Readiness for weight loss
Previous weight-loss attempts
Current patterns of eating, exercise

III. Patient Enquiry

Barriers currently towards treatment
Medication that may contribute to weight gain
Other comorbidities

10



Impact of obesity s

- Obesity affects several domains of health and well-being (the “4Ms”)!
The 4Ms of obesity

[ Mechanical | Metabolic |

- Cognition - Sleep apnea - Type 2 diabetes = Education

- Depression - Osteoarthritis - Dyslipidemia = Employment

+ Attention « Chronic pain * Hypertension + Income
deficit - Reflux disease - Gout + Insurance

- Addiction + Incontinence - Fatty liver - Benefits

= Psychosis = Thrombosis - Gallstones - Disability

- Eating disorder - Intertrigo - Polycystic ovary - Weight-loss

« Trauma + Plantar fasciitis syndrome programs
Insomnia + Cancer + Bariatric supplies

HOW do we treat obesity?
Behavioural interventions

Starting the conversation 5

« You do not just hand a patient a diet
Patients could teach you a thing or two about dieting

= Your job is to build a bridge between knowledge and action

- Can use tools and approaches to help:
— Food diary
Exercise prescription
— Motivational communication is key

11



The 5As framework “

- Minimal intervention
« Respects autonomy in a non-judgmental way
- Recognizes obesity as an chronic condition

s of ahesity management. Canadian Obesiy Network 2011, Accessed Novermber 25, 2054 ot it/ abesiynetuork calSAs.

Motivational interviewing (MI) .

- Different than the traditional expert-recipient relationship between
clinician-patient > “Person-centred partnership”

Honours the patient as the decision-maker
— It combines the knowledge of the clinician with the patient’s knowledge
to enable the patient to choose the best clinical path

Designed to strengthen personal motivation for and commitment to a
specific goal by eliciting and exploring the person’s own reasons for
change within an atmosphere of acceptance and compassion

— Motivation is a shared responsibility

— MI is evocative

MI is a valuable behavioural intervention

- External and internal pressures to change are often
overwhelming
— Patients are dealing with this specific problem, but have a life as
well

« This can result in frustration, which can create a chronically

ambivalent state as patients underestimate their own ability
and confidence

MI helps to remove these pressures

12



Key strategies in MI

- Open-ended questions
— Cannot be answered with a “yes” or “no”
— Patient has to contemplate and form an answer

- Reflective listening
— "It sounds like..."

+ Summarizing
— Clarifying understanding and creating a framework for decisional balance

- Affirming
— "I hear and understand your challenges,” rather than praising

Helpful tips for incorporating MI into practice

+ Remember: Ml is a collaborative conversation style
— Goal is to strengthen the therapeutic relationship

Interpersonal skills are important

« Change talk (from the patient) is critical
— Need ("I should...” or I might...")
— Commitment ("I will...” or “I am...”)

« Praise should congratulate the patient’s abilities, rather than the action

— i.e., patient has learned that he is capable of losing weight and that can continue, vs.
patient has lost a few pounds

- Continue to clarify understanding with reflection and summarizing
— If the patient answers “yes” or “no,” MI is not being incorporated correctly!

HOW do we treat obesity?
Pharmacotherapy

13



There are effective pharmacotherapy options ‘v
available for weight management.

A.True

B.False

Overview of available pharmacotherapy options E

Orlistat (Xenical®) Liraglutide (Saxenda®)
Gastric and pancreatic lipase inhibitor GLP-1 receptor agonist

230 kg/m2 or 230 kg/m? or
227 kg/m? + comorbidity 227 kg/m? + comorbidity

Contra- + Chronic malabsorption syndrome « Multiple Endocrine Neoplasia syndrome
indications + Cholestasis (MEN2), medullary thyroid cancer (MTC)
+ Pregnancy/breastfeeding

(STl aMl - Oily spotting, stool, evacuation + Nausea, vomiting, dyspepsia
JVEESEIEN - Flatus with discharge + Diarrhea, constipation
+ Fecal urgency, increased defecation + Abdominal pain

Orlistat mechanism of action g

Reversible inhibitor of lipases

Acts non-systemically in the lumen of the stomach and small intestine to inactivate
lipases from hydrolyzing dietary fat

Undigested triglycerides are not absorbed - resulting caloric deficit results in weight loss
— At recommended dosage, inhibits dietary fat absorption by approximately 30%

. Orlistat

E i @ Absorbed into
»  bloodstream
Hydrolysis @

14



Weight reductions with pharmacotherapy:
Orlistat XENDOS trial

ORLISTAT 120 mg TID** YEAR 1 YEAR 4

1104-110.6 kg 110.4-110.6 kg
g
] -11.4% -6.9ks
T — femtan
[
= . .
= vs. 7.5 kg vs. -4.1 kg
§ = 4 rs) (
£~ y/ gt 5% weight loss 5% weight loss
& — 73% 44.8%
13 -1 b vs. 45%" vs. 28.0%"
& M Ly T >10% weight loss  >10% weight loss
: . 41% 21%
it - vs. 21%" vs. 10%"
Time
(weeks)

Reduced risk of developing type 2 diabetes with
pharmacotherapy: Orlistat

ORLISTAT 120 mg TII

Relative risk reduction of

Bt - 45.0%

Raamiomr e
I frost (W)
10 over 4 years

Cunulative incidence of diahetes
(%)

Mean age:
Al pa

Physiological GLP-1 exerts many effects in the body.'"
E 1“' Brain

E 1 Neuroprotection '\
Y, | Appetite Stomach
Heart

1 Cardio-protection | Gastric emptying

1 Cardiac output \ /
st i‘) Kidneys
: &= —
@ GI tract /

GLP-1 secreted from \

L-cells in the ileum = Pancreas
@ 1 Insulin
%

biosynthesis and
secretion

Liver X 1 Beta-cell
Muscles | Glucose production proliferation
1 Insulin sensitivity | Beta-cell apoptosis

| Glucagon secretion
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Liraglutide mechanism of action

Glucagon-like peptide-1 (GLP-1) is a physiological regulator of appetite and food
intake

— GLP-1 receptors are present in several areas of the brain involved in appetite regulation
« Liraglutide is a human GLP-1 agonist with 97% homology to endogenous
human GLP-1

— Liraglutide signal is highly localized-accesses the hypothalamus directly to mediate satiety and
fullness

-

Appetite

Satiety

t
4

Energy intake

Saxenda® (Iraglutide), Procuct Monograph tovo Nordisk Canada Inc, June 2015. 2. Secher A et al. J. Ciln.Invest. 2014;24(10):4473-88

food i

Weight reductions with pharmacotherapy:
Liraglutide SCALE™ Obesity and Prediabetes trial

RAGLUTIDE 3 mg once d YEAR 11 YEAR 32
e e

N3731)° prediabetes (N=2254)

106.2kg 107.5-107.9 kg
. SN —
- et + e %
13
o vs. 3.5%" Vs, -2.7%8
g gt (completers) (completers)
2 L i 259% weight loss 25% weight loss
- 63.2% 49.6%
T vs. 27.1%" vs. 23.7%¢
¥ >10% weight >10% weight
loss loss
33.1% 24.8%
vs. 10.6™" vs. 9.9%%

“p<0.001; 7<0,0001 by LOCF .
#5<0.0001; 8 value ok avalabie,

Reduced risk of developing type 2 diabetes with
pharmacotherapy: Liraglutide

LIRAGLUTIDE 3 mg once dai

L - S

1 —— st + s
* Cumulative incidence of T2DM was
E significantly lower with liraglutide vs.
T ; = placebo (3% vs. 11%, p<0.0001)
2% Time to onset of T2DM over 3 years was.
= 2.7 times longer with liraglutide vs.
£ — placebo
-7 Pty
v T T T T T T T T T T
u w o a " " “ X W W
Week
Pl M3 om0 9T W B W om ™
FE R R T R T R

Mean age: 47.3-47.5 years;
Al patients had prediabetes at baseline
Full

set. Numbers in the figure correspond to the accumulated number of diagnosed individuals. T2DM, type 2 diabetes mellitus
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HOW do we treat obesity?
Bariatric Surgery

Surgical options to consider if other weight-loss
attempts have failed

4

Adjustable gastric band

) (restrictive)

An inflatable band is used
to create a small pouch,
which limits food
consumption

Weight loss: 15-20%
Roux-en-Y gastric bypass
(restrictive &
malabsorptive)

Creates a smaller stomach
and bypasses part of the
intestine; results in A GLP-1
(satiety hormone)

Weight loss: 27-33%

Vertical sleeve gastrectomy
(restrictive)

Permanently removes most of
the stomach, leaving a sleeve-
shaped pouch; results in

¥ ghrelin (hunger hormone)

Weight loss: 25-30%

Bileopancreatic diversion
(restrictive &
malabsorptive)

Similar to Roux-en-Y.
A variant called a duodenal
switch retains the pyloric
valve

Weight loss: 34%

Indications for bariatric surgery

« BMI 240 kg/m?2 without coexisting medical problems or

« BMI 235 kg/m2 and 1+ severe obesity-related comorbidities
(T2DM, HTN, OSA, OHS, NAFLD, NASH, pseudotumor cerebri,
GERD, asthma, venous stasis dz, severe urinary incontinence,

debilitating OA, considerable impaired QolL)

- And have failed attempts at diet/exercise, are motivated and well

informed

17



Relative contraindications to bariatric surgery

Severe HF, unstable CAD, end-stage lung disease, active cancer, cirrhosis
Bulimia nervosa, binge-eating disorder

Active substance abuse

Severely impaired intellectual capacity

Pregnant or planning to be within 12 months

Smoking (some consider this complete contraindication)

Active PUD (defer surgery until healed)

Age >65 years (limited evidence-program dependent)

- BMI >60 kg/m? (refer to specialized centre)

Crohn'’s disease relative contraindication for RGB, BPD

Comorbidity resolution

+ American Society of Metabolic and Bariatric Surgery (ASMBS) data for all
procedures:

Condition/Disease % Resolved or %% Resolved
Improved

Type 2 Diabetes 86 76.8

Hypertension 78.5 61.7

Obstructive Sleep 85.7 83.6

Apnea

Hyperlipidemia 78.5 61.7

« Roux en Y has greater type 2 diabetes remission at mean 83% versus mean 53%
for Sleeve gastrectomy

« No significant difference was found remission between 3 techniques for HTN,
GERD, OSA

Effect on life expectancy

« Patients with BMI =30 kg/m2 have 50-100% increased risk of
premature death

- Bariatric surgery increases lifespan:
— RGB can increase life expectancy by 89%
— Risk of premature death reduced by 30-40%
60% Wmortality from Cancer (especially breast and colon)
56% Wmortality from CAD
92% WYmortality from DM2

18



Mortality g

- American Society of Bariatric and Metabolic Surgery:
— overall mortality rate ~0.1% (in comparison: Cholecystectomy ~0.7%,
hip replacement ~0.93%)

+ SAGES: overall mortality ~0.1% for gastric banding, 0.5% RGB,
1.1% BPD

Questions?

19
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Evaluation Form

Date: Thursday, November 9, 2017 at 12:30 p.m. Location: Palais des congrés, Montreal

Please rate the question in this evaluation according to the following scale:

1-Strongly disagree 2-Disagree 3-Neutral 4-Agree 5-Strongly agree

The Program

The program content enhanced my knowledge.

The program was relevant to my practice.

The program met the stated learning objectives.

The program addressed a gap in my knowledge.

The program was well organized.

Adequate time was allotted for interaction and discussion.
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The Presenter

The presenter delivered the content clearly.
Questions and discussions were well moderated.
Time was efficiently managed. 1
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Please indicate which CanMEDS-FM roles you felt were addressed during this educational activity.
(select all that apply)

E| Family Medicine Expert E| Collaborator H Scholar |:| Manager

Communicator Health Advocate Professional

Did the activity respect the « Ethical code of CME Providers! »? O Yes O No
If not, please explain (Ref.: 1. http://www.cemcq.qc.ca)

Did you perceive any degree of bias in any part of the program? D Yes D No
If yes, please explain:

Please describe what you felt was the most effective part of the program.

Please identify an important concept/idea that you learned.

How will you change your practice based on what you learned today?
1.
2.

Do you have any other learning needs related to this topic?

Other comments or suggestions about any aspect of the program:




