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Needs Assessment Statement and Expected Learning
Outcomes

\/ Describe relationships between obesity and reproductive health and review current
data on weight loss and fertility outcomes

E Evaluate the safety and efficacy of anti-obesity medications in patients undergoing
= fertility care

’F}"V Develop individualized evidence-based obesity and fertility plans

Qj Formulate a plan for integrating multidisciplinary obesity management into clinical
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Presenter Notes
Presentation Notes
This is a silly slide because everyone know this but but it is a reminder that a third of our patients have obesity (traditional BMI-defined obesity). A third! I can’t think of any other pathology that is even close to as high of a prevalence as obesity. Yet it is oversimplified and underaddresed.  

Lifestyle-based interventions typically lead to a 5% -8% weight loss at 1 year. That is because counter regulatory mechanisms seem to prevent further
weight loss. These biological mechanisms lead to increased hunger and reduced energy expenditure, thus resisting further weight loss.

Acording to the data from the National Health and Nutrition Examination Survey (2021–2023), the prevalence of severe (class III) obesity in adults is significantly higher in women (21.1 %) than in men (6.7 %) 
Emmerich et al. Obesity and severe obesity prevalence in adults: United States, August 2021–August 2023 [Internet]. U.S.: National Center for Health Statistics; 2024.〈https://stacks.cdc.gov/view/cdc/159281〉. [cited 2025 Jun 18]. 





*Presentation is
intended to be

Pause for Limitations gender inclusive

What a current BMI does not capture...
 Onset/duration
 Nutrition
* Activity
« Mental health
« Co-morbidities, insulin resistance, inflammation
* Genetics
 Socioeconomic status
* Race/ethnicity
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Presenter Notes
Presentation Notes
These 30+% of “women with obesity” not all the same, nor should they be treated the same, because…
New terminology and considerations are being encouraged but the majority of the data presented on this talk have utilized the traditional definition of obesity based on BMI

*I will try to utilize gender inclusive language throughout this talk. All of the data derive from people with female reproductive organs. 



The Lancet Diabetes & Endocrinology Commission

Definition and diagnostic criteria of clinical obesity

Francesco Rubino, David E Cummings, Robert H Eckel, Ricardo \ Cohen, John P H Wilding, Wendy A Brown, Fatima Cody Stanford,
Rachel L Batterham, | Sadaf Faroogi, Nathalie | Farpour-Lambert, Carel W le Roux, Naveed Sattar, Louise A Baur, Katherine M Morrison,
Anoop Misra, Takashi Kadowaki, Kwang Wei Tham, Priva Sumithran, W Timothy Garvey, John P Kirwan, José-Manuel Ferndndez-Real,

Clinical obesity = systemic, chronic illness
directly and specifically caused by excess
adiposity.

Preclinical obesity = excess adiposity
coexisting with preserved health

Elevated body weight or BMI

Clinical confirmation of abnormal fat mass
(by anthropometric measures or direct body fat measurement)

No ¢Yes
No obesity Obesity

(no excess fat mass) (excess fat mass)

v

Assessment for clinical obesity
Obesity-related organ dyfunction,
limitations of daily activities,
or both

(eg, athletes)

Preclinical obesity

Clinical obesity



Presenter Notes
Presentation Notes
Published in March 2025


CNS
Vision loss, recurrent headaches, or both
(due to raised intracranial pressure)

Respiratory system

Hypoventilation, breathlessness,
wheezing, or any combination of these
(due to reduced lung compliance,
diaphragmatic compliance, or both)

Metabolism

The cluster of hyperglycaemia, high
triglyceride levels, and low HDL
cholesterol

Liver
Metabolic dysfunction-associated
steatotic liver disease with fibrosis

Renal
Microalbuninusiasis sdusesleGFR

Reproductive

Anovulation, oligomenorrhea and
polycystic ovary syndrome,

male hypogonadism

Limitationsoraany accvities
Substantial, age-adjusted
limitations of daily living

Upper airways
Apnoea or hypopnoea during sleep (due
to increased upper airways resistance)

Cardiovascular system

« Heart failure with reduced ejection
fraction (due to reduced left
ventricular systolic function)

» Chronic fatigue and lower limb
oedema (due to impaired diastolic
function—heart failure with preserved
ejection fraction)

» Chronic or recurrent atrial fibrillation

« Pulmonary artery hypertension

« Recurrent deep-vein thrombosis or
pulmonary embolism

« Raised arterial blood pressure

Urinary system
Recurrent or chronic urinary
incontinence

Musculoskeletal system

Chronic, severe knee or hip pain
(associated with joint stiffness and
reduced range of motion)

Lymphatic system

Lower limb lymphoedema (causing
chronic pain, reduced range of motion,
orboth)

Figure 6: Diagnostic criteria for clinical obesity in adults
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Presenter Notes
Presentation Notes
Diagnostic criteria for clinical obesity by this lancet article. 


Obesity influences all aspects of women'’s reproductive health.

* Endometrial hyperplasia/cancer e Fertility
e Surgical morbidity * Ovulatory dysfunction/ TTC
e Earlier menarche * Miscarriage risks

 Maternal-Fetal Risks
* ART outcomes

* Worsened menopausal symptoms
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Presenter Notes
Presentation Notes
Ramlau-Hansen CH etal: Subfecundity in overweight and obese couples HR 2007
	- *obesity increases infertility by 78% and overweight by 27%
Van Der Steeg JW et al: Obesity affects spont pregnancy… HR 2007
	- even if eumenorrheic, decreased conception of 4% for every 1 BMI unit
That being said and acknowledging the limitations, there is data associating decreased fecundity with BMI.
Menstrual cycles are a vital sign of reproductive health. 

I’d like to walk through the evidence behind these associations so that we can use this information to guide our treatment plans. 


Ovulatory Dysfunction

30%-36% of women with obesity have menstrual cycle irregularities

e Range 10-50%

Amen/oligomenorrhea increases with increasing degrees of overweight or
obesity in adulthood and in adolescence

e Anovulatory women have a greater waist circumference and more abdominal fat than ovulatory women of
similar BMI

Ovulatory menstrual cycles in women with obesity

e Lower total cycle LH and FSH

e Decreased early follicular phase LH pulse amplitude
e Longer follicular phases and shorter luteal phases

e Decreased luteal phase progesterone metabolite

Not all high BMI oligomenorrhea is PCOS!!!
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Presenter Notes
Presentation Notes
Most common cause for delayed conception is ovulatory dysfunction….
Menstrual cycles are a vital sign, even orthopedic surgeons should be asing about this because being hypoestrogenic from hypo will affect bone health and women with PCOS have higher rates of IR and OSA which could affect their surgical morbidity and healing

OR of 2-3 for primary anovulatory infertility in obesity women
Childhood obesity is independent risk factor for menstrual problems by 33

Two primary mechanisms between BMI and ovulatory dysfunction is that of PCOS, which is associated with and worsened by insulin resistance and the resulting hyperandrogenism and the 2nd mechanism is by feedback to the hypothalamus causing pulsatility dysfunction. In other words, similar to the hypothalamic dysfunction seen in very BMI/ nutrition deficiency/ caloric restriction, we see similar response in women with very high BMI’s as well. Even in women with regular menstrual cycles will also have impaired gonadotropic puslatility and steroidogenesis in the ovaries, specially in luteal phase progesterone production


Miscarriage Risks

« Spontaneous co AR
. 2006—20'19} \<0r=25 kg/m?
* Obe
. souumd N summary...
. 136 * Association has been consistently shown
* Obe * Adjusted OR’s between 1.2 and 1.9

* Recurrent

- Systematic /

* 6 Qualitativ S =~ )019 15X FET:
* 2 Quantitative studies + Obesity: aOR 1.46; 95% CI 1.15-1.87
+ Obesity: OR 1.75; 95% Cl, 1.24-2.47: P=0.001
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Presenter Notes
Presentation Notes
A prospective cohort analysis was performed among 18,481 Chinese nulliparous women, using data from a 2006 to 2009 trial of prenatal micronutrient supplementation. Obesity was defined as BMI ≥ 27.5 kg/m2 .
 Compared with normal weight, obesity was associated with total mortality (adjusted relative risks [ARR] 1.34; 95% CI: 1.03-1.74) and fetal loss (ARR 1.51; 95% CI: 1.15-1.99) but not with infant death (ARR 0.53; 95% CI: 0.20-1.46). Further analyses showed that obesity was particularly associated with spontaneous abortion (ARR 1.51; 95% CI: 1.13-2.02) rather than stillbirth (ARR 1.52; 95% CI: 0.65-3.57). Moreover, obesity was associated with preterm birth (ARR 1.59; 95% CI: 1.25-2.02), macrosomia (ARR 3.71, 95% CI: 3.01-4.59), and large for gestational age (ARR 2.93; 95% CI: 2.49-3.47)


Miscarriage Risks

 Genetics The association of euploid
miscarriage with obesity

| Jacqueline C. Lee, M.D.,2 Lia A. Bernardi, M.D., M.S.C.l.,° and Christina E. Boots, M.D., M.S.C.I.°

* Products of conception
* 54% aneuploid in BMI 30+
* 66% aneuploid in BMI <30

of body mass index with

jation
. . Associat! \oidy
* Preimplantation embryos embryonic ane\:&‘,ﬂ_,w,:gg;i’_nal ody 1
* Same regardless of BMI e RS mater,:Z;ZU With iggfelnde,r is not
el
Relationship between paternal b Onie anged ’ates of
factors and embryonic aneuploidy of ™", uploidy

At
LMD
t e Mscy s
* Hormona | paternal origin R
tiop,
. b

Marissa L. Bonus, M.D.,” Dana B. McQueen, M.D.,” Rachel Ruderman, M.D., M.P.H.,* Lydia Hughes, M.D.,* Ms,

Katrina Merrion, M.S.,“ Melissa K. Maisenbacher, M.5., Eve Feinberg, M.D.,*

and Christina Boots, M.D.,

 Co-morbidities: IR, HTN, OSA, etc.
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Presenter Notes
Presentation Notes
Why is BMI linked with higher miscarriage rates? 
Majority of all losses are related to errors in meiosis resulting in aneuploidy but interestingly, women with obesity do not have higher aneuploidy when we analyze the products of conception.
And we also do not see higher rates of aneuploidy when we biopsy preimplantation embryos from women with higher BMI’s. 
This suggests there are are more complex mechanisms at play that may relate to embryonic metabolimics or mitochondrial health or perhaps it’s more related to the maternal hormonal environment, and/o rinflammation related to excess adipose and/or the insulin resistance or other metabolic morbidities related to obesity. 
We don’t yet know the answer to this and clearly, this is why BMI alone oversimplifies the question. 


Maternal — Fetal Risk

* Pregnancy * Postpartum
* Excess gestational weight gain * Venous thromboembolism
* Preeclampsia * Depression
* Insulin resistance, glucose intolerance, * Difficulty with breastfeeding
diabetes «  Weight retention

e Cesarean delivery
* Anesthesia

e Preterm deliveries
* |ndicated

* And, spontaneous preterm labor
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Presenter Notes
Presentation Notes
When persons with obesity make it out of the first trimester, they continue to have additional pregnancy risks including those listed here.. 
These are real risks that patients should ideally be counseled about and screened for PRECONCEPTION. 
However, without diminishing the importance of recognizing these associations, I think it’s also important that we point out the strength of these associations…


remature delivery and stillbirth 
Obese women have an increased risk of indicated pre- term deliveries because of the aforementioned antepartum complications, but they also have an increased risk of spontaneous preterm births. The pathophysiology of preterm delivery is not well characterized, although inflammation is associated with both maternal obesity and preterm labor. In a systematic review and meta- analyses, the risk of perinatal mortality was related to increasing maternal BMI. The relative risk for each five unit increase in maternal BMI in overweight and obese women was 1.21 for fetal death (1.09 to 1.35), 1.24 for stillbirth (1.18 to 1.30), 1.16 for perinatal death (1.00 to 1.35), 1.15 for neonatal death (1.07 to 1.23), and 1.18 for infant death (1.09 to 1.28).4 




Do not want diminish the serious consequences
Highest risk factors for preterm delivery: #1

prior preterm (absolute risk of recurrence of

Maternal — Fetal Risk 20.39%), #2 multiples, #3 uterine/cervica

abnormalities
Absoluta risk difference of pretarm delivery by maternal BMI (reference, BMI 18.5-<25)

oCrude ® Adjusted

Extremely preterm delivery (22-27 wk) Very preterm delivery (28-31 wk) Moderately preterm delivery (32-36 wk)
0.5+ 0.7 2.5+
82 04 0.6 7 20- %.
S = 0.5 1 §
2E o5 4 * 15]1e
O g 0.4 - ®
$< 02- % 0.3 - o 1.0
o E ® §
23 o1- e 027 Qe 05 *
59 $ Te 0.1 1 %- Te
Ie e
% g 0.0 O-e 0.0 oe 0.0 oe
8 —|:|‘1 T T T T T T —0.1 T T T T T T —0.5 T T T T T T
<185 185 25 30- 35- =40 <185 185- 25- 30- 35- =40 <185 18.5-  25- 30- 35- =40
<25 <30 <35 <40 <25 <30 <35 <40 <25 <30 <35 <40
BMI BMI BMI
No. of 7 1611 774 292 108 54 195 3817 1625 619 224 93 2258 39187 15508 5169 1667 623
preterm
dellveres

A, Odds ratios (ORs) were estimated both from the data set with complete covariate information and after multiple imputation of missing values. ORs were adjusted
for maternal age, parity, smoking, education, maternal height, maternal country of birth, and year of delivery. B, Absolute risks attributable to body mass index (BMI)
were estimated from ORs in the complete case analysis. Y-axis scale shown in blue indicates range from 0% to 0.5%.
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Presenter Notes
Presentation Notes
JAMA 2013
Swedish birth registry Cohort from 1992-2010
Adjusted for age, parity, smoking, height, country of origin, year of delivery

Do not want diminish the serious consequences, especially to the extremely preterm 
Highest risk factors for preterm delivery: #1 prior preterm, #2 multiples, #3 uterine/cervical abnormalities
- Women pregnant with a singleton after a previous preterm singleton birth have an absolute risk of recurrence of 20.3%. 


Maternal — Fetal Risk

Next generation
e Obesity
* Cardiovascular disease
* Insulin resistance
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Presenter Notes
Presentation Notes
This is my last slide on obesity and pregnancy and perhaps one of the most compelling. It is the Pedersen hypothesis that suggests that the maternal environment influences the fetus not only while in utero but also programs the metabolic throughout that child's life [increased risk of obesity, IR, steotic liver disease, and there are mouse models that suggest the influence extends even one more generation (grandmas bmi affects not just mom but her daughter as well). This is also an incredible motivator for women. To improve our lifestyle not to fit into our jeans, but because we don’t want our daugthers to struggle the way we have. 

Pedersen Hypothesis 2007; Saben et al., Cell Rep 2016

Rodent model s/p sleeve gastrectomy then fed HF diet compared to sham surgery +/- HF diet: Surg +HF diet = higher glucose, lower triglycerides, higher insulin, GH, adiponectin, lower IgG; Sham + HF = low protein; Fatty acid composition affected by diet and not by surgery. Perhaps some component of long term effect mediated through breastmilk in addition to in utero effects



ART Outcomes

BMI, kg/m?
Age,y <18.5 18.5-24.9 25.0-29.9 30.0-34.9 35.0-39.9 40.0-44.9 45.0-49.9 250
Underweight Normal weight Overweight Class | i 1 Class IN Morbid Super obesity

obesity obesity obesity obesity

50 8 | 40

<30
30
31
32
33

35
36
37
38
39

a1
42
>42

Cumulative likelihood of live birth (%) on the basis of maternal age and BMI among 51,959 first fresh IVF cycles that started in 2014 + 16,067
frozen embryo cycles between 2014 and 2015, representing data from >90% of IVF cycles in the United States and Puerto Rico. Note that
cumulative live birth refers to the live birth rate after both fresh and frozen transfers of embryos derived from the first fresh IVF stimulation and
retrieval. BMI = body mass index; IVF = in vitro fertilization. (From Goldman et al. [74]. Reprinted by permission of the publisher.) 16

Practice Committee of the American Society for Reproductive Medicine *asrm@asrm.org. Obesity and reproduction. Fertil Steril 2021.



Presenter Notes
Presentation Notes
Describe the dataset, explain the colored heat map, green in good/ higher success, red is bad/ low success
Highlight the decreasing success with BMI
Data on requiring high doses of gondaotropins, longer stim's, lower implantation
Mention that its not clear whether oocyte vs embryo vs more
But also highlight the more dramatic decrease in success with age in the normal weight group. 
*last point I want to mention that often gets misinterpreted. This data does not show whether weight loss helps. Moving from right to left is not the same as always being on the left. In other words, obesity is an exposure and it doesn’t get erased so it is incorrect to assume that dropping from a BMI of 35 to 25 will increase your pregnancy rate using this data.  


Frozen embryo transfer outcomes decline with
increasing female body mass index with female but
not male factor infertility: analysis of 56,564 euploid
blastocyst transfers

Jennifer B Bakkensen ', Danielle Strom 2, Christina E Boots 3

Table 2. Cycle outcomes by BMI category (N = 56,564 patients) 2

Live birth

55.0%
0.79 (0.70-0.89)

58.2%
Ref

57.2%

0.97 (0.93-1.02) 0.86 (0.81-0.92) 0.67 (0.62-0.74) 0.62 (0.54-0.72) 0.61 (0.45-0.81) 0.46 (0.28-0.75)

54.4%

48.8%

45.6%

<18.5 18.5-24.9 25-29.9 30-34.9 35-39.9 40-44.9 45-49.9 >50
N=1,612 N=31666 N=13,419 N=5,885 N=2,774 N=893 N=229 N=86
Clinical pregnancy 63.3% 65.9% 65.8% 63.9% 59.7% 57.2% 52.8% 46.5%
aOR (95% Cl) ® 0.80 (0.70-0.90) Ref 1.00 (0.96-1.06) 0.91 (0.85-0.97) 0.76 (0.70-0.84) 0.73 (0.63-0.85) 0.59 (0.44-0.78) 0.51(0.31-0.83)
Pregnancy loss 12.5% 11.4% 12.5% 14.3% 17.6% 19.8% 17.4% 20.0%
ND /QK0, b N N_O / =y N N N N N A0 NN (N KA N (N _EBO 0

43.7%

37.2%

aOR (95% Cl)®

of Male factor only

(N=10,854)

Clinical pregnancy
aOR (95% CI)®

Pregnancy loss
AR QR0 b

|Live birth

aOR (95% Cl) ®

<18.5
N= 263
60.8%
0.66 (0.49-0.89)

9.4%

() Q4 ((] - ]

54.8%
0.67 (0.50-0.91)

18.5-24.9
N= 6,047
67.4%
Ref

10.4%

60.2%
Ref

25-29.9
N= 2,743
67.8%
1.06 (0.95-1.18)

11.8%

N (N Q0.1 AR

59.4%

0.99 (0.89-1.10) 0.94 (0.81-1.08) 0.83 (0.68-1.03) 0.68 (0.48-0.97) 0.86 (0.40-1.84) 1.70 (0.33-8.79)

30-34.9
N=1,114
66.7%
0.98 (0.84-1.14)
12.5%

' 58.1%

35-39.9 40-44.9 45-49.9
| N= 496 N=152 N=31
64.3% 57.9% 61.3%
0.93(0.75-1.16) 0.71 (0.50-1.02) 1.01 (0.45-2.25)
14.1% 17.1% 15.8%

55.0%

48.0%

AQ AR (() 40

51.6%

>50
N=8
62.5%
1.26 (0.24-6.49)

0.0%

62.5%
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Presenter Notes
Presentation Notes
In order to understand this better and try to differentiate by more than just BMI…
SART dataset, first euploid FET
Again see “dose dependent” decline in success with higher BMI in the whole cohort, but when we stratify by diagnosis…
Male factor only showed no difference in success.
Its not just the adiposity. No All BMI’s should be created equal. 
*last point I want to make here is the low sample sizes at the higher BMI’s, remember a third of our patients have BMI >30 but that is not represented here and that is because most, almost all, IVF centers have BMI cutoffs to access IVF and other fertility care. 


Spindle

Chromosomes

Does weight loss help?

Normal

Mouse Model

Reprod Fertil Dev. 2015 May ; 27(4): 716—724. doi:10.1071/RD14251.

The adverse effect of obesity/high fat diet on oocyte quality and
metabolism is not reversible with resumption of regular diet in
mice

Inappropriate
progression

Kasey A Reynolds', Anna L Boudoures', Maggie M-Y Chi'!, Qiang Wang?, and Kelle H
Moley'
'Department of Obstetrics and Gynecology, Washington University in St. Louis, USA

Spindle
defects
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Does weight loss improve fertility outcomes?

Dutch Summary:
LIFEstyle *Increased weight loss
Study *Higher spontaneous
conception
Swedish *Same healthy live birth
Study rate

*Higher miscarriage g No studies with

GLP1a
Eew after bariatric
surgery

» AND POSSIBILITY
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Presenter Notes
Presentation Notes
OWLPCOS study: 149 women, 3 arms (OCP vs lifestyle vs combo) x16wks; lifestyle= caloric restriction/behavior modification/exercise/ AOM- sibutramine or orlistat; 
Loss = -6.2kg vs – 6.1kg vs -1.1; **12-14% dropout in lifestyle arms
Borderline increased LBR but no difference in pregnancy loss
Dutch LIFEstyle: 577 infertile women >30, 6 mo of lifestyle vs immediate fertility treatment; lifestyle= caloric restriction/behavior modification/exercise
- Loss = -4.4kg vs -1.1 **no difference 5yrs later + 22% dropout
- Lower LBR in short term, same long term **SAB 14% vs 9%, RR 1.54, CI 0.98-2.43

Swedish study: 317 women, 12wks, strict low cal, initially liquid then reintro of solids with help of dietician
Loss = -9.44kg vs +1kg, dropout only 4%
Higher sab: 30% vs 21% (chemical + clinically losses, not stat sig)

FitPLESE
- unexplained infertility (n~300): RCT to wtloss (target 7%; cal restrict+meds)+ activity vs activity alone x16wks then standard treatment COH-IUI
- no diff in LBR, nonsig increase in miscarriage




Effectiveness of preconception
weight loss interventions on fertility
In women: a systematic review and

meta-analysis

Ann E. Caldwell, Ph.D.,” Anna M. Gorczyca, Ph.D.,° Andrew P. Bradford, Ph.D.,¢
Jacinda M. Nicklas, M.D., M.P.H.,9 Robert N. Montgomery, Ph.D.,® Heather Smyth, Ph.D.f
Shannon Pretzel, B.A., Thy Nguyen, B.A_,° Kristen DeSanto, M.S.," Celia Ernstrom, B.S.,9

and Nanette Santoro, M.D.¢

* Higher pregnancy with no impact on livebirth or miscarriage rates.

* Findings do not support one-size-fits-all recommendation for weight
loss through lifestyle modification and/or medication in women with
overweight or obesity immediately before conception
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Methods: 
RCTS examining weight loss interventions through lifestyle and/or medication in women with overweight or obesity planning pregnancy were included. Random-effects meta-analysis was conducted, Subgroup analyses were conducted by intervention type, type of control group, fertility treatment, intervention length, and body mass index (BMI).
Main Outcome(s): Clinical pregnancy, live birth, and miscarriage events.

Results: A narrative review and meta-analysis were possible for 16 studies for pregnancy (n¼ 3,588), 13 for live birth (n= 3,329),and 11 for miscarriage (n=3,248). 
Women randomized and exposed to a weight loss intervention were more likely to become pregnant (RR 1.24, 95% CI 1.07–1.44; I2 59%) but not to have live birth (RR¼ 1.19, 95% CI 0.97–1.45; I2 ¼ 69%) or miscarriage (RR 1.17, 95% CI 0.79–1.74; I2 31%) compared with women in control groups. 
Subgroup analyses revealed women randomized to weight loss interventions lasting 12 weeks or fewer (n= 9, RR¼ 1.43; 95% CI 1.13–1.83) and women with a BMI R 35 kg/m2 (n=7, RR¼ 1.54; 95% CI, 1.18–2.02) were more likely to become pregnant compared with women in the control groups. 
**Miscarriage was higher in intervention groups who underwent fertility treatment (n= 8, RR 1.45; 95% CI 1.07–1.96).
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Presenter Notes
Presentation Notes
Rather than universal advice to start GLP1/weight loss prior to fertility therapy and pregnancy, we should have a personalized consultation about the pros/cons

In order to have a personalized discussion, you should be familiar with the data….



Hypertension

Chronic
Health
Conditions

Thyroid

Eating
Disorders

Our goal in REl is to support achieving a
healthy and safe pregnancy.

Preconception health correlates with
prenatal health and pregnancy outcomes.

Prepare for pregnancy: adequate nutrition
while simultaneously managing chronic
diseases

Do not negate that obesity is a
chronic health condition.


Presenter Notes
Presentation Notes
Ok so we have had a personalized talk with our patient and we know that…
So how do we best support and treat obesity as a chronic health condition!
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Weight Bias:

LANAR

Lazy

Unmotivated

Not compliant

Not doing enough

Doesn’t care

Doesn’t try hard enough

No will power

Poor diet


Presenter Notes
Presentation Notes
First thing to do really is to recognize weight bias exists.  These patients know it and they know it well.  They know their weight and they likely have strong feelings about it. They are viewed in this way by many people and we want to be as supportive as possible in providing the best patient-centered and evidence-based care we can!  We want to help.

Tendency to negatively judge an overweight or obese individual based on assumed, false character traits, or personality flaws. Many of the traits that are used for patients in a larger body are..
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Reflect on
implicit bias:

EDUCATE YOURSELF TAKE AN IMPLICIT PRACTICE MINDFULNESS SLOW DOWN
ABOUT BIAS ASSOCIATION TEST IN COMMUNICATION AND JUDGEMENTS AND
DECISION-MAKING CLINICAL DECISIONS



Presenter Notes
Presentation Notes
So we know weight bias exists…now we owe it to our patients to give thought to our own implicit bias.
(unconscious attitude or stereotype that affects understanding, actions, or decisions without our awareness)
Harvard has one on-line for free- interesting!



?

Ask: Permission
to discuss
weight/non-
judgmental

5 A’'s Framework

i

Assess:

history, barriers,
goals, lifestyle,
nutrition, mental
health

S

Advise:

Education, impact

on reproduction,
options

Igll"\

Agree:
Collaborate with
pt for a
personalized plan

o=

Assist:

Verbalize your
support, address
barriers, make
referrals


Presenter Notes
Presentation Notes
We have given thought to weight bias and implicit bias- what is the best way to actually talk to our patients!  This framework is rooted in behavioral change theory.
Motivational interviewing- collaborative, goal-oriented, strengthen motivation- what it is NOT- lecturing, demanding.
Ask……Assist to discover the patient’s readiness and to motivationally change behavior. We know in general our patients are motivated by pregnancy or the hopes of pregnancy.
Ask- empowers patients to control the conversation- SIMPLE and POWERFUL
Assess-obesity is multi-faceted



Personalized Treatment for Fertility Patients
with Obesity

Preconception

counseling: Lifestyle
Reproductive/ modifications
maternal fetal

Document

obesity in the smd Nutrition referral

EMR

Pharmacotherap
y/ bariatric
surgery referral

PCP referral Mental health

referrals



Presenter Notes
Presentation Notes
Multi-faceted care


Semaglutide/Ozempic/Wegovy: Tirzepatide/Mounjaro/Zepbound:

Selective glucagon-like peptide-1

(GLP1) receptor agonist - Glucose-dependent insulinotropic

polypeptide (GIP) receptor and glucagon-

Increases glucose-dependent like peptide-1 (GLP1) receptor agonist
insulin secretion, decreases , ,
inappropriate glucagon secretion, - Increases glucose-dependent insulin
slows gastric emptying; also works secretion, decreases inappropriate

in areas of the brain to decrease glucagon secretion, slows gastric
food intake emptying, and decreases food intake

5 tiered doses, once weekly SQ injection

6 tiered doses, once weekly SQ injection
4 weeks minimum at each dose

4 weeks minimum at each dose

- — | Month 2
ok 5:-3:
Month 1 3

Weaks 14
0.25 mg
each weak

|_ Start J|— Step up | stay* —»

0.5 mg
each weiek

m.,u E
- H
R - Hi
-, ﬂ.‘;r
m.,n_

“At month 5 and on, you may either stay at 1.7 mg or increase to 2.4 mg. Work with = ‘
wour health care provider to determing which dose is right for you ’*i : é : "t‘ : *= : ”i | ”t :


Presenter Notes
Presentation Notes
Microdosing-
Rybelsus- oral semaglutide- used for DM-only available in lower doses- taken while fasting/30 min before meals
Retatrutide- triple receptor- GIP, GLP-1, and glucagon- not FDA approved yet- in phase 3 trials- up to 29% wt loss 


Glucagon-like
Peptide - 1

Brain

LFood intake Heart and vessels
IWater intake TGlucose utilization
Stomach TNeuroprotection TCardioprotection

Cardiac output
Vasodilation
LFatty acid metabolism

MNeurogenesis
lGastric emptying . m

JAcid secretion

Pancreas s
== Kidney
TInsulin secretion/ i' 1Di :
biosynthesis Diuresis

TSomatostatin secretlon Natriuresis
TB-cell proliferation \
Glucagon secretion
LB-cell apoptosis

-
Gut 250 o “éﬁ Immune system
TGrowth & Sy linflammation
IMotility
lLipoprotein
secretion Skeletal muscle
TPerfusion
L hver TGlucose uptake
Steatosis
White adipose
'Lgll'i I;{;:‘:;Eégg{im tissue adipose tissue
TPerfusion TThermogenesis
TLipolysis
Glucose
uptake

Nature Reviews | Nephrology


Presenter Notes
Presentation Notes
Incretin hormone: secreted by L-cells in the gut following food intake. 
	- Medications are receptor agonists that bind to these receptors to prolong physiologic actions
	- Stimulate glucose-dependent insulin secretion
	- GLP-1 inhibits glucagon release and gastric emptying
	- Centrally active to improve satiation and satiety, reduce hunger and craving



Glucose depending insulinotropic Polypeptide =
Gastric inhibitory polypeptide (GIP)

I Glucagon-like Peptide-1 Receptor Agonism

Glucose-dependent Insulinotropic Polypeptide Receptor Agonism

Central Nervous System Central Nervous System
= 4 Satiety | contrat mervous system | * | Food Intake
* J Food Intake * .|, Nausea

* 4 Nausea
* | Body Weight

Pancreas
+ P Insulin
+ J Glucagon

Stomach
= J Gastric Emptying

Systemic
* | Hyperglycemia

Liver

* T Insulin Sensitivity

+ .|, Hepatic Glucose Production
* - Ectopic Lipid Accumulation

' Glucote-dependent Intulinotropic Polypeptide Receplor Agonism
@ Glucagon-like Peptide 1 Receptor Agonism
@ indirect Action

* |- Body Weight

Pancreas
* P Insulin
+ 1 Glucagon

Subcutaneous White Adipose Tissue

* 1 Insulin Sensitivity

* 1 Lipid Buffering Capacity

* 4 Blood Flow

« 1 Storage Capacity

* J. Proinflammatory Immune Cell Infiltration

Systemic
* | Hyperglycemia
* | Dietary Triglyceride

Skeletal Muscle

* 4 Insulin Sensitivity

« T Metabolic Flexibility

+ J. Ectopic Lipid Accumulation


Presenter Notes
Presentation Notes

*Don’t want to spend too much time on pathophysiology of the drugs other than to emphasize that they work on multiple organ systems and together are more effective and better tolerated.

Both have central effects to reduce appetite and decrease gastric emptying to increase satiety, which can lead to reduced food intake and lowering of body weight 
In addition to influencing multiple organs such as the brain, pancreas, skeletal muscle and kidneys, GLP-1 RA can also increase glucose uptake and lipolysis in white adipose tissue and increase thermogenesis in brown adipose tissue.

With increased glucagon via GIP, more fat can be burned. 
	Glucagon: works to increase blood sugar by telling body to convert fat to sugar in liver
	In patients with diabetes, high blood sugar, inhibits role of glucagon which is beneficial for blood sugar control but also minimizes lipolysis
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Prescribing:

Medical obesity-BMI > 30

BMI < 30 with at least one weight related comorbidity

No personal/family hx of Medullary Thyroid Cancer or Multiple Endocrine Neoplasia
Syndrome Type 2, pancreatitis, pregnancy

Multidisciplinary: Nutritionist/Behavioral Therapy/PCP/Physical
Activity

Long term treatment of obesity




Prescribing cont.

Weekly injection

Slows the Gl system, feel full longer, less “food noise”

Lowest dose for longest time

Check in: nutritional status, wt loss, physical activity, mental health,
side effects

No continuous lab monitoring needed

Side effects: GIl: N/V/D/C, rare serious Gl
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When to stop!

* No studies on GLP1 during ovarian stimulation

* Anesthesia consideration
* Stop at stim start
* Semaglutide: 2 months prior to pregnancy

Because of the potential for fetal harm, discontinue WEGOVY® in
patients at least 2 months before they plan to become pregnant to
account for the long half-life of semaglutide [see Use in Specific
Populations (8.1)].

* Tirzepatide: no time on US insert- 4 weeks prior to pregnancy (CA insert)

T —

» Pregnancy: May cause fetal harm. When pregnancy is recognized, discontir;u—e Z-I-E'P-B.OU-ND. (8.1)
» Females of Reproductive Potential: Advise females using oral contraceptives to switch to a non-oral contraceptive method or add a barrier method of contraception for 4 weeks after
initiation and for 4 weeks after each dose escalation. (8.3)

ZEPBOUND KwikPen is contraindicated during pregnancy (see 2 CONTRAINDICATIONS). If a

patient wishes to become pregnant, ZEPBOUND KwikPen should be discontinued at least
1 month before a planned pregnancy due to the long half-life of tirzepatide.



https://www.novo-pi.com/wegovy.pdf
https://www.novo-pi.com/wegovy.pdf
https://www.novo-pi.com/wegovy.pdf
https://www.novo-pi.com/wegovy.pdf
https://uspl.lilly.com/zepbound/zepbound.html#pi
https://uspl.lilly.com/zepbound/zepbound.html#pi
https://pi.lilly.com/ca/zepbound-ca-pm.pdf
https://pi.lilly.com/ca/zepbound-ca-pm.pdf
https://pi.lilly.com/ca/zepbound-ca-pm.pdf
https://pi.lilly.com/ca/zepbound-ca-pm.pdf
https://pi.lilly.com/ca/zepbound-ca-pm.pdf
https://pi.lilly.com/ca/zepbound-ca-pm.pdf
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Models of obesity care for fertility patients:

e APP led clinics * Multidisciplinary Team:
e Referral from REI e PEAR.L
* |f pt has obesity med coverage- refer * Small team with interest/expertise
to PCP- no prior auth available within the division
e Assess/prescribe/manage  REI MD, Pharmacist, APP, MFM
* Goals met == Back to REI for e Referrals to Psych, Dieticians

conversion to treatment

()
' M Northwestern
Medicine

shady grove fertility




* Compassion/ empathy
Referral to experts
Obesity specialist
- Dietician
We” Belng Mental health
over Become an expert in your clinic!
Optimizing health at every size
Evidence—based, individualized care
Improve quality of care at higher BMI
* Prevention:
Pre-Pre-Conception
Preventing weight gain
Optimize other co-morbidities
Hope for the next generation

Weight Loss



Presenter Notes
Presentation Notes
Compassion/empathy  every person knows if they are in a bigger body and has some concept of increased health risk and almost always have tried to lose weight in past, acknowledge that

High quality care and continue to improve this via research and clinic mechanisms, ie wider chairs, 

Often weight loss is the healthy option need help

Sometimes weight loss is not an option can still improve health

For a lot of moms, we will not cure their obesity, but Improved lifestyle/education likely improves health and lowers risk for their daughters. We cannot solve
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