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Summary of 
recommendations

Recommendations Strength of advice

Defining overweight and obesity

Recognise clinical obesity as a chronic, systemic condition driven by excess  
adiposity. 

Moderate advice

Use body mass index (BMI) as a primary screening tool for obesity, complemented 
by additional anthropometric assessments, such as waist circumference, waist-to-
height ratio, or waist-to-hip ratio.

Strong advice

Behaviour modifications 
Nutrition 

In adults living with overweight or obesity and cardiovascular disease (CVD) or  
at high risk of CVD, recommend a heart-healthy eating pattern, which includes  
a wide variety of foods from all food groups, is naturally low in unhealthy fats, 
salt and added sugars, and limits discretionary food/beverages to reduce 
cardiovascular risk.

Moderate advice

For weight loss in adults living with overweight or obesity and CVD or at high risk 
of CVD, recommend a heart-healthy eating pattern with reduced energy intake 
(at least 2000 kJ/day deficit from estimated daily energy requirements) with a 
goal of achieving at least 5% weight loss over six months.

Strong advice

In adults living with overweight or obesity and CVD or at high risk of CVD who 
require more rapid weight loss to help manage complications, recommend either  
a low energy diet (LED) or very low energy diet (VLED) under clinical supervision.

Strong advice

Behaviour modifications 
Physical activity 

In adults living with overweight or obesity and CVD or at high risk of CVD, 
recommend regular physical activity across the course of the day while reducing 
sedentary behaviour, irrespective of impact on weight, to support cardiovascular 
and overall health.

Strong advice

For adults living with overweight or obesity and CVD or at high risk of CVD, 
recommend an exercise routine combining moderate-to-vigorous aerobic activity 
and resistance training, tailored to a person’s goals, to support cardiovascular  
and overall health.

Strong advice
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Summary of recommendations

Recommendations Strength of advice

Pharmacological and surgical interventions 
Pharmacotherapy

Obesity management medications are indicated, in conjunction with behaviour 
modifications, when adequate weight-related health improvements cannot be 
attained through behaviour modifications alone. 

Strong advice

In adults living with established atherosclerotic CVD and BMI ≥ 27 kg/m2, consider 
prescribing a GLP-1 receptor agonist with proven CVD benefit (semaglutide) to 
reduce the risk of major adverse cardiovascular events.

Moderate advice

In adults living with heart failure with preserved ejection fraction (HFpEF) and 
obesityα, consider semaglutide or tirzepatide to improve symptoms and  
functional capacity.

Moderate advice

In adults living with type 2 diabetes and overweight or obesity, with or without 
CVD, consider a GLP-1 or GIP/GLP-1 receptor agonist with proven CVD benefit 
(semaglutide, liraglutide or tirzepatide) to reduce the risk of major adverse 
cardiovascular events.

Strong advice

α Defined in trials as BMI ≥ 30 kg/m2 and ejection fraction ≥ 50% (SUMMIT, tirzepatide) or ejection fraction ≥ 45% (STEP-HFpEF, semaglutide). 
While these medications have demonstrated benefit for heart failure symptoms and quality of life, they are not yet approved by the 
Therapeutic Goods Administration for management of this condition.

Pharmacological and surgical interventions 
Surgical interventions 

In adults living with overweight or obesity and CVD or at high risk of CVD who 
have not attained adequate weight-related health improvements through 
behaviour modifications and pharmacological interventions, consider referral to 
multidisciplinary specialised obesity services.

Moderate advice

In adults with CVD or at high risk of CVD with BMI ≥ 40 kg/m², or BMI ≥ 35 kg/m2 with at  
least one weight-related comorbid condition¥, refer for consideration of metabolic 
bariatric surgery to reduce the risk of major adverse cardiovascular events.

Moderate advice

In adults with CVD or at high risk of CVD who have undergone metabolic bariatric 
surgery, offer lifelong multidisciplinary follow‑up care to support long term health.

May be appropriate

¥ Weight-related comorbid conditions include hypertension, dyslipidaemia, obstructive sleep apnoea, cardiovascular disease, prediabetes 
or type 2 diabetes.

Abbreviations: GIP, glucose-dependent insulinotropic polypeptide; GLP-1, glucagon-like peptide-1.
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Overview

Introduction
Overweight and obesity represent a critical and 
growing public health challenge in Australia and 
globally. Approximately two thirds of adults in Australia 
are currently living with these conditions.1,2 The 
prevalence of obesity alone has increased from 19% 
in 1995 to 32% in 2022,1 with nearly half of the adults in 
Australia expected to be living with obesity by 2035.3 
Overweight and obesity are associated with a range 
of chronic conditions including cardiovascular disease 
(CVD), cancer, type 2 diabetes, chronic kidney disease, 
metabolic dysfunction-associated steatotic liver 
disease, musculoskeletal disease, dementia, asthma 
and obstructive sleep apnoea.2,4,5 In 2024, overweight 
and obesity overtook tobacco use as the leading 
modifiable contributor to Australia’s disease burden, 
accounting for 8.3% of total burden.6 

In the context of CVD, which remains a leading cause 
of morbidity and mortality in Australia,1 overweight 
and obesity contribute to hypertension, dyslipidaemia, 
insulin resistance and systemic inflammation.7 These 
mechanisms accelerate the development of coronary 
heart disease, stroke, heart failure and atrial fibrillation.8 

Obesity is now widely recognised as a complex, 
chronic, relapsing condition, rather than solely a risk 
factor, arising from interacting biological, behavioural 
and environmental drivers.9 This contemporary disease 
framework underscores the need for long term,  
person-centred management approaches that  
address prevention, treatment and maintenance  
across the life course.10 

Effective overweight and obesity management requires 
a multimodal, staged approach. Foundational to 
this approach is sustained behaviour modification, 
including nutrition and physical activity, supported 
in a non-stigmatising, culturally appropriate manner. 
For people living with severe obesity (obesity with 
complications or very elevated body mass index 
(BMI)), or for those for whom behaviour modifications 
alone cannot achieve the required outcomes, obesity 
management medications and metabolic bariatric 
surgery play an important adjunctive role.

Newer incretin-based therapies, such as glucagon-like 
peptide-1 (GLP-1) receptor agonists and dual glucose-

dependent insulinotropic polypeptide (GIP)/GLP-1 
receptor agonists, have changed the obesity treatment 
landscape. These agents offer highly effective options 
for weight management, with demonstrated positive 
cardiovascular outcomes, including for people with 
established CVD.11,12 

Despite the strong causal link between obesity and 
several cardiovascular conditions, gaps persist in 
prevention and management across the Australian 
healthcare system. Obesity remains overlooked as 
a modifiable risk factor for CVD, while stigma and 
inequities in access to effective treatment further 
compound the challenges.13 Current clinical guidelines 
offer limited integration of obesity management within 
cardiovascular care pathways. This underscores the 
need for a coordinated, multidisciplinary approach 
that primary healthcare professionals, other specialists 
and allied healthcare professionals can collectively use 
to support people living with obesity.14 

This consensus statement has been developed to 
help address these knowledge gaps and the growing 
need for practical guidance in this evolving area of 
medicine. It intends to assist healthcare professionals 
to deliver equitable, person-centred, evidence-based 
strategies to assess and manage overweight and 
obesity and improve long-term health outcomes 
for adults in Australia living with, or at high risk of, 
CVD. The statement is intended to complement the 
upcoming National Health and Medical Research 
Council (NHMRC)’s Clinical practice guidelines for the 
management of overweight and obesity for adults, 
adolescents and children in Australia (‘NHMRC Clinical 
Practice Guidelines’).14 

Obesity is a multifaceted condition underpinned by 
a broad and complex range of drivers that extend 
beyond the scope of clinical intervention.9 System-
level and environmental factors play a profound role, 
and while not addressed in detail in this consensus 
statement, are also critical to tackling the growing 
problem of obesity in Australia.15 Similarly, while out of 
scope for this consensus statement, primary prevention 
of overweight and obesity remains critical to reducing 
the incidence of CVD. Longer duration of obesity is 
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associated with greater cumulative cardiometabolic 
risk, earlier onset of hypertension, dyslipidaemia and 
type 2 diabetes, and higher lifetime risk of CVD events.16 
This emphasises the importance of early intervention 
strategies that continue across the life course.

Purpose
The purpose of this consensus statement is to provide:

•	 a discussion of the link between overweight/obesity 
and CVD

•	 evidence-based recommendations for the 
definition, assessment and diagnosis of overweight 
and obesity, and discussion of the practical 
implications for cardiovascular health 

•	 evidence-based recommendations for the 
management of overweight and obesity in 
the context of CVD, encompassing behaviour 
modifications, obesity management medications 
and metabolic bariatric surgery

•	 specific practice points and considerations for  
high-priority populations

•	 considerations for cardiovascular diagnostic 
imaging, cardiovascular-kidney-metabolic 
syndrome, and other conditions relevant to CVD  
and overweight/obesity 

•	 practical advice, tools and resources to guide 
healthcare professionals on applying the 
recommendations in their clinical practice.

Intended audience
This consensus statement is intended for all 
healthcare professionals caring for people living 
with overweight or obesity with established CVD or at 
high risk of CVD. These include (but are not limited to) 
general practitioners and other primary healthcare 
professionals, cardiologists, endocrinologists, surgeons, 
gastroenterologists, nurses and nurse practitioners, First 
Nations health workers and practitioners, pharmacists, 
dietitians, exercise physiologists, physiotherapists and 
other allied healthcare professionals.

Scope 
This consensus statement addresses the clinical 
assessment, diagnosis and management of adults 
(people aged 18 years or older) living with overweight 
or obesity with established CVD or at high risk of CVD. 

•	 ‘Established CVD’ is a broad term that includes both 
atherosclerotic CVD (e.g. coronary heart disease) 
and non-atherosclerotic cardiovascular conditions 
(e.g. heart failure, atrial fibrillation).

•	 ‘High risk’ refers to high risk of atherosclerotic  
CVD and has been defined as per the below  
groups (Figure 1): 

•	 People with high calculated risk according to 
the Australian CVD Risk calculator ('Aus CVD Risk 
calculator') (estimated five-year CVD risk ≥ 10%) 

•	 People with clinically determined high risk 
according to the 2023 Australian Guideline  
for assessing and managing cardiovascular 
disease risk

•	 People with very elevated individual risk factors 
(e.g. very high blood pressure, very elevated 
cholesterol, very high lipoprotein(a)) 

•	 People with subclinical or ‘pre-clinical’ disease 
(e.g. very high coronary artery calcium score) 

This consensus statement does not comprehensively 
address: 

i.	 overweight and obesity in children, adolescents, 
older adults or pregnant women,

ii.	 extensive guidance on behaviour modifications, 

iii.	 eating disorders,

iv.	 complementary medicines,

v.	 detailed advice on metabolic bariatric surgical 
procedures, or

vi.	 cost effectiveness of interventions. 

A discussion of the system-level drivers of obesity 
and primary prevention is also out of scope of this 
document. 

Overview
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How the consensus statement  
was developed 
This consensus statement was developed by the 
National Heart Foundation of Australia (Heart 
Foundation) under the guidance of a multidisciplinary 
taskforce (‘the Taskforce’) with expertise in cardiology, 
endocrinology, obesity, bariatric surgery, general 
practice, First Nations health, epidemiology, nutrition, 
dietetics, exercise physiology, pharmacy, public health, 
and consumers with lived experience. See Appendix 1: 
Contributors to the consensus statement for the full list 
of contributors.

In addition to expert guidance provided by the 
Taskforce, this consensus statement has been informed 
by the following: 

•	 An independent evidence review completed by 
the University of Queensland involving a systematic 
synthesis of peer-reviewed literature conducted via 
targeted searches.

•	 An environmental scan assessing:

•	 prominent international guidelines and position 
statements on obesity and CVD 

•	 existing local guidelines, policies, strategies, 
services and reports, including the draft NHMRC 
Clinical Practice Guidelines.

•	 A national stakeholder forum on obesity and CVD 
held in July 2025.

•	 Targeted consultation with a diverse group of 
individual experts, consumers, peak bodies and 
government health department representatives. 

The consensus statement recommendations were 
developed by Taskforce members and informed by  
the evidence review, environmental scan, and  
clinical expertise.

Figure 1: Continuum of atherosclerotic cardiovascular disease risk.
Abbreviations: ASCVD, atherosclerotic cardiovascular disease; CT, computed tomography; CVD, cardiovascular disease; ECG, 
electrocardiogram; Lp(a), lipoprotein (a).

Adapted with permission from the TIMI Study Group from VESALIUS-CV Late Breaking Clinical Trial presentation slides, presented at the American 
Heart Association Scientific Sessions 2025.
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To support the consistency and integrity of the 
recommendations, a structured framework for strength 
of advice was specifically developed to guide the 
evaluation of evidence and formulation of advice 
(Table 1). This framework was adapted from the 
European Society of Cardiology’s Scientific  
Documents Policy.17

Based on evidence quality and consensus among 
Taskforce members, the strength of advice is both 
evidence-based and practical. Generally, the more 
high-quality studies and robust research designs 
included in an analysis, the stronger its evidence rating. 
Systematic reviews, meta-analyses and randomised 
controlled trials typically represent the highest level of 
evidence due to their rigorous methodology and strong 
indications of effectiveness.18 

Overview

* Systematic reviews, meta-analyses and randomised controlled trials constitute the highest level of evidence. Observational studies constitute a 
lower level of evidence and are considered less robust. Case studies and grey literature constitute the lowest level of evidence. 

** While formal voting thresholds were not specified, recommendations were retained only where there was strong majority support and no 
substantive unresolved objections.

For more information on how this consensus statement was developed, please refer to Appendix 2: Developing the 
clinical consensus statement. 

A.	 Strong advice, based on robust published evidence* and supported by expert 
consensus.** 
High confidence that benefits clearly outweigh risks. Supported by consistent robust  
high-quality evidence and expert consensus.

Strong advice

B.	 Moderate advice, based on some published evidence* and supported by expert 
consensus.** 
Benefits likely outweigh risks, but with some uncertainty. Evidence may not be as strong 
or expert opinion may not reach unanimous consensus.

Moderate advice

C.	 May be appropriate, based on published evidence* and expert consensus.** 
Insufficient evidence in this area. Recommendation based primarily on expert 
consensus.

May be appropriate

D.	 Area of uncertainty. 
Insufficient evidence or consensus to support a clear position. Clinical practice may vary 
in this area.

Area of uncertainty

Table 1. Strength of advice hierarchy

Conflicts of interest
Conflicts of interest were recorded and managed 
throughout the entire development of the  
consensus statement. 

Conflicting interests were considered within a 
framework of both: 

i.	 the relationship (direct or indirect) of the 
participating individual to any third party with 
interest in the topic under consideration during the 
development process of the consensus statement

ii.	 the nature (financial and non-financial) of the 
potential conflict.
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Impact of overweight and obesity on cardiovascular risk  
and CVD outcomes
The underlying causes of overweight and obesity are complex and not fully understood, arising from a 
multifactorial interplay of genetic, epigenetic, neurobiological, environmental, psychological, physiological, 
behavioural and sociocultural influences (Figure 2).19

Figure 2: Multifactorial aetiologies of obesity.20 

Conflicting interests among the subgroups required 
appropriate management to ensure clinical 
recommendations were not compromised. Processes 
employed by the Heart Foundation project team aimed 
to ensure the integrity of the Taskforce and to strike an 
appropriate balance between the existence of interests 

in a topic under review and the expertise required to 
make sound and meaningful recommendations.

More information on conflicts of interest management 
and a summary of all disclosures can be found in 
Appendix 3: Conflicts of interest. 

Overview
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Overview

Overweight and obesity are significant independent  
risk factors for CVD via both direct and indirect 
mechanisms (Figure 3). 

Directly, excess adipose tissue causes endothelial 
dysfunction, systemic inflammation, oxidative stress 
and insulin resistance.21 Excess adiposity also promotes 
atherosclerosis and causes a range of functional and 
structural changes in the heart, resulting in poor  
cardiac function.19 

Indirectly, excess adiposity contributes to the 
development of several well-established risk factors for 
CVD, including hypertension,22,23 type 2 diabetes24 and 
dyslipidaemia.25 The Aus CVD Risk calculator does not 
include BMI as a specific risk variable for the general 
population (it is included only for people with type 
2 diabetes). This is because much, but not all, of the 
predicted risk associated with overweight/obesity is 
captured via the inclusion of downstream metabolic 
risk factors such as hypertension, type 2 diabetes and 
dyslipidaemia.26

Figure 3: Direct and indirect impacts of excess adiposity on CVD and CVD subtypes.
Abbreviations: CVD, cardiovascular disease.

Excess
adiposity

Increased
risk of CVD

• Endothelial dysfunction
• Systemic in�ammation
• Oxidative stress
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Direct
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Indirect
mechanisms

Atrial
�brillation

Coronary
heart

disease

Heart
failure
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arterial
disease
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Within the ‘umbrella’ term of CVD, overweight/obesity 
is also a risk factor for several CVD subtypes including 
atrial fibrillation,27-31 coronary heart disease,32,33 heart 
failure,34,35 peripheral arterial disease36 and stroke.37,38 
Similarly, people living with overweight and obesity 
have an increased risk of major adverse cardiovascular 
events including all-cause and CVD mortality.39 
Overweight and obesity confer a 46% and 64% higher 

risk of myocardial infarction respectively,40 and an 
increased risk of sudden cardiac death (21% and  
52%, respectively).41,42 

Several modifying factors play a role in the relationship 
between overweight/obesity and CVD. These include 
adipose tissue distribution, cardiorespiratory fitness, 
comorbidities and metabolic health status (Figure 4).

Figure 4: Modifying factors for the relationship between excess adiposity and cardiovascular risk. 
Abbreviations: ADLs, activities of daily living.

While both general and central adiposity contribute 
to increased risk of CVD, central adiposity, particularly 
elevated visceral, perivascular and hepatic fat, is  
more strongly associated with adverse outcomes.43  
For example, incremental increases in waist 
circumference, a marker of elevated visceral and 
hepatic fat, are associated with increased risk of CVD in 
both women and men.44 Similarly, people with ‘normal 
weight obesity’, defined as BMI within the healthy 
range but with an elevated body fat percentage, 
have a significantly increased risk of CVD and 
adverse cardiometabolic risk factors, including high 
triglycerides and hypertension. 

Metabolic health status (generally defined by the 
presence or absence of hypertension, impaired fasting 
glucose and/or dyslipidaemia) and cardiorespiratory 
fitness are also important modifiers of the relationship 
between CVD and obesity.45-48 

When elevated BMI is accompanied by poor metabolic 
health or low fitness, the risk of cardiovascular morbidity 
and mortality significantly increases.46,47 People with 
obesity and optimised metabolic risk factors have a 
lower risk of CVD than people with obesity with poor 
metabolic health.49 However, having good metabolic 
health does not entirely negate the adverse impacts  
of excess adiposity. People with obesity without 
metabolic risk factors are still at increased risk of 
cardiovascular events.50 

Modifying factors

Healthy weight
Pre-clinical obesity Clinical obesity

Absence of signs/symptoms
of altered organ function

or impariment of ADLs

Presence of signs/symptoms
of altered organ function

or impairment of ADLs

Increasing cardiovascular risk

Adipose tissue distribution    Cardiorespiratory �tness    Comorbidities    Metabolic health status

Overview
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Overview

To note, in people with established CVD, the association 
between BMI and CVD-related mortality or major 
adverse cardiovascular events is non-linear, with 
some studies suggesting a lower BMI may confer a 
higher risk of mortality, with excess adiposity being 
somewhat protective.51-55 The latter is known as the 
‘obesity paradox’. However, this is regarded by many 
as an anomaly of epidemiological and observational 
studies.56-60 

Intentional weight loss in people with overweight 
or obesity and CVD improves heart function and 
cardiovascular risk factors and reduces risk of 
mortality.61,62 Maintaining weight loss is essential for 
sustaining these benefits,63 primarily through ongoing 
behaviour modifications and pharmacotherapy, if 
clinically indicated. 

Cardiovascular-kidney-
metabolic syndrome
Cardiovascular-kidney-metabolic (CKM) syndrome 
is a term used to describe the cluster of metabolic, 
kidney and cardiovascular disorders that share 
common risk pathways and mutually contribute to the 
development and accelerated progression of one 
another.64 Evidence suggests that each additional CKM 
component (e.g. hypertension, type 2 diabetes, chronic 
kidney disease) increases all-cause mortality risk by  

~ 22% and CVD mortality by ~ 37%.65 

The relationship between obesity and CKM syndrome 
is bidirectional. Excess adiposity accelerates the 
development and progression of cardiometabolic and 
renal disease, while established cardiovascular and 
kidney disease can further limit physical activity, alter 
metabolism and complicate obesity management.64 

Identification of CKM syndrome in people with obesity 
provides an opportunity for comprehensive, integrated 
care. Management should extend beyond weight 
reduction alone to include proactive assessment and 
optimisation of blood pressure, glycaemic control, lipid 
levels, renal function, sleep apnoea, smoking status, 
physical activity and nutrition. Addressing additional 
comorbid conditions can substantially reduce 
cumulative cardiovascular risk and improve long-term 
outcomes for people living with obesity.64 

Detailed clinical guidance for the diagnosis and 
management of CKM syndrome is beyond the scope 
of this document. However, practical considerations for 
healthcare professionals include the following: 

•	 screening all people with overweight/obesity and 
CVD or at high risk of CVD for other metabolic risk 
factors including blood pressure, blood glucose, 
HbA1c, lipids and measures of kidney function 
(e.g. urine albumin-to-creatinine ratio, estimated 
glomerular filtration rate) 

•	 utilising pharmacological therapies that confer 
cardiovascular, kidney and metabolic benefits  
(e.g. GLP-1 receptor agonists, GIP/GLP-1 receptor 
agonists and sodium-glucose co-transporter 2  
(SGLT-2) inhibitors) where clinically relevant 

•	 adopting a person-centred multidisciplinary 
approach, which ideally includes general 
practitioners, cardiologists, endocrinologists and 
renal specialists. Nurses and nurse practitioners, 
pharmacists and other allied healthcare 
professionals are also vital in supporting people  
to maintain adherence to medications and 
behaviour changes. 

Recent research also highlights the overlapping role of 
liver dysfunction in CKM syndrome, coining a new term 
– cardiovascular-renal-hepatic-metabolic syndrome. 
This term recognises the bidirectional association 
of metabolic dysfunction-associated steatotic liver 
disease and CKM syndrome and re-emphasises the 
critical role of holistic management beyond organ-
specific approaches.66,67
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Weight stigma
Weight stigma can be implicit or explicit, and refers 
to negative attitudes, stereotypes and discrimination 
directed at individuals living with overweight or 
obesity.68 It is a recognised social and structural 
determinant of health and is associated with adverse 
mental and physical health outcomes,69-72 social 
inequities,73 increased cardiovascular risk,74 and 
premature mortality independent of elevated BMI.75

Weight stigma is embedded in healthcare systems, 
from clinical environments to models of care 
and unconscious biases held by healthcare 
professionals.76,77 This stigma may result in inadequate 
assessment and inequitable access to treatment  
and support for individuals living with overweight  
or obesity.78 

Weight stigma may cause treatment bias, where 
provision of, or referral to, evidence-based interventions, 
such as obesity management medications and 
metabolic bariatric surgery, is delayed or withheld due 
to stigmatising beliefs. Treatment bias further reinforces 
inequitable access to treatment.79

People who experience stigma are more likely to delay 
or avoid healthcare, report poorer relationships with 
healthcare providers, and experience psychological 
distress. Fear of judgement or bias may prevent people 
from discussing sensitive issues like nutrition, physical 
activity or mental health, and those who feel judged 
are less likely to follow medical advice.80,81 

Creating stigma-free healthcare environments is a 
foundational equity-based requirement to ensure safe, 
respectable and inclusive access to care for people 
living with overweight and obesity. Stigma-free care is 
associated with improved engagement, healthcare 
use, and uptake of recommended care.82

Healthcare professionals can take practical steps to 
minimise weight stigma and its impacts by:

•	 using person-first, non-stigmatising language (e.g. 
‘person living with obesity’ rather than ‘obese 
person’) and avoiding terminology that implies 
blame or personal failure. Acknowledge obesity as 
a complex, chronic condition that is influenced by 
genetics, environment and social determinants, not 
just personal choice83

•	 referring people with overweight or obesity to 
evidence-based treatments, including obesity 
management pharmacotherapy and metabolic 
bariatric surgery, and ensuring referral pathways  
are transparent, consistent and free from bias

•	 supporting psychological safety, recognising 
that previous experiences of stigma may affect 
engagement, trust and readiness for care

•	 focusing on the positive outcomes of healthy 
behaviours beyond anthropometric targets, such as 
psychosocial health, quality of life and functional 
status, and using shared decision-making to devise 
health-related goals83

•	 ensuring clinical environments are inclusive, 
with features such as armless or wider chairs, 
high-capacity exam tables and scales, and 
appropriately sized gowns and medical equipment 
such as blood pressure cuffs.83 Check imaging 
providers have adequate facilities to conduct the 
required investigations prior to referral 

•	 building workforce capability, including healthcare 
professional training to recognise, reflect on and 
address implicit weight bias, and to communicate 
about weight and health in culturally safe, trauma-
informed ways.

Overview
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Overview

Resources and further reading
•	 The Obesity Collective: Quick guide: Considerations 

for discussing weight and health

•	 Australian Journal of General Practice: Supporting 
healthcare professionals to reduce weight stigma

•	 LiveLighter: Talking to patients about weight and 
health and other online learning

•	 WA Primary Health Alliance: Yarning about weight; 
information and videos about discussing weight  
with First Nations peoples 

•	 World Obesity Strategic Centre for Obesity 
Professional Education (SCOPE): E-learning module 
Weight bias: A hidden harm

High-priority populations 
Certain population groups in Australia experience a 
disproportionate burden of overweight and obesity, 
putting them at increased risk of CVD and other 
complications. These populations may also experience 
inequitable access to healthcare and services as 
a result of language, sociocultural, gender-based, 
geographical and financial barriers.

These populations include culturally and linguistically 
diverse (CALD) communities,84 First Nations peoples,2 
people living in rural and remote areas,2 people 
experiencing socioeconomic disadvantage,2 people 
living with a mental health condition85 and women 
(particularly post-menopausal women).86,87 

Equity-focused, integrated models of care should be 
person-centred, holistic and should identify unique 
barriers and challenges people may face in  
achieving a healthier weight and managing long-term 
CVD risk.88,89 

Specific practice points, tailored to meet the unique 
clinical needs of these populations, have been 
integrated throughout this consensus statement and 
are outlined further in Section 5: Equity considerations 
for high-priority populations.
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Defining 
overweight  
and obesity 

Diagnosis and assessment
Clinical obesity is a chronic, systemic condition in which 
excess adiposity leads to changes in tissue, organ and 
overall physiological function.9 Pre-clinical obesity, also 
referred to as ‘obesity without complications’, is marked 
by excess adiposity with preserved metabolic, organ 
and functional integrity.9 

Overweight and obesity are typically defined using 
BMI (Table 2).15 Despite its limitations, BMI remains the 
most widely used and validated screening tool in 
clinical and public health settings due to its simplicity, 
reproducibility and scalability. However, it does not 

capture individual differences in adiposity, muscle 
mass or fat distribution, which independently influence 
cardiometabolic risk across BMI categories. There is 
growing recognition of the need to use anthropometric 
measures alongside BMI (Tables 3,4) as part of holistic 
and individualised metabolic health assessments, 
to more accurately assess cardiometabolic 
risk.83,90 Updated frameworks advocate for using 
both measures of adiposity and clinical staging, 
reflecting the presence or absence of obesity-related 
complications.9,91

Practice points

BMI and other measures of excess adiposity

•	 Routine opportunistic assessment of BMI and waist 
circumference in all adults is recommended.92  
Unless BMI exceeds 40 kg/m² (whereby excess 
adiposity can be assumed), both measures should 
be used to assess general and central adiposity. 
Additional anthropometric measures may include 
waist-to-hip ratio, waist-to-height ratio or direct fat 
assessment, noting that appropriate practitioner 
training is required to ensure reliable and 
reproducible measurement.93

•	 Healthcare professionals should be aware of the 
limitations of BMI in some groups (e.g. pregnant and 
menopausal women, athletes, people with atypical 
fat distribution). 

•	 Interpret BMI using population‑specific 
considerations where relevant, recognising 
limitations in measurement and applicability  
across different groups: 

•	 First Nations peoples: standard anthropometric 
measures such as BMI and waist circumference 
may not accurately reflect cardiometabolic risk,94 
and validated thresholds are lacking. Emerging 
evidence suggests that a lower BMI threshold 
of approximately 22 kg/m² and above (rather 
than 25 kg/m2) may be indicative of increased 
cardiometabolic risk, particularly in remote 
communities.14 CVD risk screening should begin 
earlier alongside proactive care planning and 
timely access to tailored interventions.

Recommendations Strength of advice

Recognise clinical obesity as a chronic, systemic condition driven by excess adiposity. Moderate advice

Use body mass index (BMI) as a primary screening tool for obesity, complemented by 
additional anthropometric assessments, such as waist circumference, waist-to-height 
ratio, or waist-to-hip ratio. 

Strong advice

Section 1:
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•	 Older adults: age-related sarcopenia, 
unintentional weight loss and changes in fat 
distribution diminish the reliability of BMI as a 
standalone predictor of cardiometabolic risk.95,96

•	 Pacific Islander and Māori populations: 
typically have different body composition, 
including higher lean mass, which may limit the 
accuracy of BMI as a standalone measure.97 

•	 Middle Eastern, Black African and African 
Caribbean populations: may face elevated 
cardiometabolic risk at lower BMI thresholds,92,98,99 
however not all population-specific cut-off points 
have been adequately defined. 

•	 Asian populations: in many Asian populations, 
increased cardiometabolic risk occurs at 
lower BMI levels. Consider adopting lower BMI 
thresholds for risk assessment. For example, 
BMI 23–27.5 kg/m² may indicate increased risk 
(overweight) and BMI ≥ 27.5 kg/m² may indicate 
high risk (obesity).99 

•	 To mitigate the many limitations associated with 
BMI, particularly in the populations noted above, 
BMI should always be measured alongside another 
anthropometric measure for a more accurate 
assessment of cardiometabolic risk, beyond obesity. 
See Tables 3,4. 

•	 Waist-to-height ratio has the advantage of not 
requiring sex or ethnicity-specific cut offs, with a 
threshold (≥ 0.5) which can be applied universally, 
offering a more equitable alternative to BMI.100-102  
The practical translation of this is ‘make sure your 
waist circumference is less than half your height’. 
See Table 4.

•	 Healthcare professionals should be aware of 
the impact of menopause on fat distribution. 
Declining oestrogen levels contribute to increased 
adipose distribution around the abdomen, 
elevating cardiometabolic risk. Measuring 
waist circumference and waist-to-height ratio 
is particularly important in this group for more 
accurate risk assessment.103,104 

•	 Dual-energy X-ray absorptiometry (DEXA) scans, 
impedance scales and emerging body composition 
technologies can offer insights into body fat 
percentage, distribution and metabolic variability 
among individuals with similar BMI.105 Emerging 
international literature supports the complementary 
use of functional and metabolic phenotyping 
alongside traditional anthropometric assessment 
to better reflect the biological complexity of 
obesity.106,107 However, these tools are currently limited 
by cost, access and reproducibility in the general 
practice setting. At the time of writing, DEXA scans 
are only covered by the Medicare Benefits Schedule 
for assessment of bone mineral density.108  

Classification BMI cut off (kg/m2)

Healthy weight 18.5–24.9 

Overweight 25.0–29.9

Obesity ≥ 30

Table 2: BMI classification for adults* 99,109-111 

* To calculate, divide body weight (kg) by height squared (m2) or refer to online calculators. 

1Section 1: Defining overweight and obesity
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Cultural background and sex
Increased risk of 
cardiometabolic disease

Substantially increased 
risk of cardiometabolic 
disease

European descent – men ≥ 94 cm ≥ 102 cm

European descent – women ≥ 80 cm ≥ 88 cm

South Asian, Chinese, Japanese – men ≥ 90 cm N/A

South Asian, Chinese, Japanese – women ≥ 80 cm N/A

Measure Increased risk of cardiometabolic disease

Waist circumference to height ≥ 0.5 

Waist circumference to hip 
≥ 0.90 (men) 
≥ 0.85 (women) 

Table 3: Waist circumference risk thresholds* 109,110,112,114 

Table 4: Waist-to-height ratio (WHtR)¥ and waist-to-hip ratio (WHR)# 93,113 

* Note that waist circumference is not a validated assessment tool in children or pregnant women. Cut-off points have not been established  
in First Nations peoples, Pacific Islander and Māori populations and Middle Eastern and other Asian populations. Clinical judgement should 
guide assessment.

¥ To calculate, divide waist circumference (cm) by height (cm) or refer to online calculators. 

# To calculate, divide waist circumference (cm) by hip circumference (cm) or refer to online calculators. 

Practical considerations for cardiometabolic 
health assessment in people living with 
overweight/obesity

•	 In people living with overweight or obesity, prioritise 
cardiometabolic health assessment to guide timely 
intervention.114,115 This may include:

•	 assessing and documenting weight history, 
including recent weight change and 
intentionality for weight loss 

•	 identifying underlying factors that may be 
contributing to weight gain (e.g. hormonal 
conditions and some medications)116 

•	 assessing behavioural risk factors (e.g. nutrition, 
physical activity, smoking and alcohol use)

•	 identifying metabolic changes (e.g. 
hypertension, low high-density lipoprotein 
cholesterol (HDL-C), elevated triglycerides or  
elevated low-density lipoprotein cholesterol 
(LDL-C), an increased total cholesterol-to-HDL-C 
ratio (TC:HDL‑C), impaired fasting glucose/
elevated HbA1c (between 5.7–6.4%)) 

•	 assessing family history of obesity, CVD or  
type 2 diabetes 

•	 identifying organ dysfunction (e.g. liver 
dysfunction, early nephropathy, left  
ventricular hypertrophy)

•	 detecting comorbidities/obesity complications 
such as obstructive sleep apnoea

1Section 1: Defining overweight and obesity
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•	 consideration of sex-specific cardiovascular 
risk factors (e.g. history of gestational diabetes, 
hypertensive disorders of pregnancy or 
premature menopause).

•	 Comprehensive CVD risk assessment should be 
conducted as per the Australian Guideline for 
assessing and managing cardiovascular disease 
risk.26 Those eligible for formal CVD risk assessment 
include people without known CVD aged 45–79, 
people with diabetes without known CVD aged 
35–79, and First Nations peoples without known  
CVD aged 30–79 years.

•	 GPs can use Medicare Benefits Schedule item 
number 715 for Aboriginal and Torres Strait Islander 
health assessments to facilitate effective, holistic 
conversations about overall health including weight 
and CVD, recognising that identity, health and 
wellbeing are grounded in kinship, Country and 
culture, not only individual factors.

•	 Pre-clinical obesity is associated with increased 
long-term CVD risk.117 A proactive approach is 
recommended to prevent transition to clinical 
obesity, including appropriate referral to allied 
healthcare professionals and connection to 
community resources.9 

•	 Evaluate physical function and factors that may 
influence mobility, independence, and quality of 
life.118 This can include brief functional assessments 
such as sit‑to‑stand or walking speed,119 clinical 
observation of movement, strength, and balance, 
and discussion of symptoms such as fatigue, 
musculoskeletal pain, or difficulties with everyday 
tasks.118 In settings where resources allow, additional 
assessments such as handgrip strength or body 
composition measures may inform a more 
comprehensive evaluation, particularly within 
multidisciplinary or specialist care. 

Summary of the evidence
•	 BMI has been the basis for nearly all major weight-

related intervention trials, including those evaluating 
behaviour modifications, pharmacotherapy and 

metabolic bariatric surgery. Although it serves as a 
cost effective and practical screening tool, it does 
not directly quantify adiposity and therefore cannot 
be relied upon alone to diagnose overweight  
or obesity.120-122

•	 Contemporary international consensus defines 
obesity as a disease of excess or dysfunctional 
adipose tissue, rather than excess body weight 
alone. The 2025 Lancet Diabetes & Endocrinology 
Commission (see Resources and further reading) 
emphasises that BMI should be used primarily  
for population‑level surveillance and screening,  
with diagnosis requiring confirmation of excess  
adiposity with other anthropometric measures,  
and assessment of adiposity‑related impairment  
of organ or tissue function.9

•	 Diagnostic frameworks increasingly distinguish 
between preclinical and clinical obesity based on 
health impact. This approach recognises excess 
adiposity as a continuum and prioritises diagnosis 
and treatment according to the presence of 
adiposity‑related disease, functional limitation or 
end‑organ damage.9,87

Resources and further reading
•	 Definition and diagnostic criteria of clinical obesity

BMI calculators and waist circumference tables

•	 Heart Foundation: BMI calculator 

•	 Heart Foundation: How to correctly measure  
your waist 

•	 Department of Health, Disability and Ageing:  
BMI and waist measurement tool

Calculating waist-to-hip ratio and waist-to- 
height ratio

•	 World Health Organization: Waist circumference  
and waist-to-hip ratio

•	 Queensland Health: Body measurements 
(adult); includes instructions for measuring waist 
circumference and calculating waist-to-height ratio 

1Section 1: Defining overweight and obesity
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Implications of obesity for 
cardiovascular diagnostics
In people with overweight or obesity undergoing 
cardiovascular investigations, tailored diagnostic 
approaches are required. Excess adiposity can 
complicate accurate evaluation and diagnosis of  
CVD by introducing structural and functional 

challenges which can impact the reliability of  
several diagnostic procedures (Table 5).  
Healthcare professionals should be aware of these 
imaging limitations and procedural challenges. 
Where feasible and accessible, select modalities and 
techniques that accommodate body habitus. Prior to 
referral, consider confirming that the imaging or testing 
facility has the capacity to safely accommodate the 
person’s body size and composition.

Test Impact of excess adiposity Mitigation strategies

ECG+/- stress testing

•	low QRS voltage

•	axis shifts

•	reduced ischaemia detection

•	limited ability to achieve target 
workload with standard exercise 
protocols

•	adjust lead placement

•	use modified exercise protocols 
or alternative exercise modalities  
(e.g. arm ergometry) where treadmill 
exercise is not feasible

•	may use dobutamine stress test as 
alternative to exercise stress testing

Transthoracic echo

•	poor acoustic windows

•	limited wall motion visualisation

•	contrast-enhanced imaging improves 
endocardial definition 

•	consider transoesophageal echo if 
feasible, especially if assessing valves

Stress echo

•	image quality compromised  
during stress

•	limited ability to achieve target 
workload with standard exercise 
protocols 

•	contrast-enhanced imaging improves 
endocardial definition

•	may use dobutamine stress test as 
alternative to exercise stress testing

Nuclear imaging  
(SPECT/PET)

•	attenuation artefacts reduce 
perfusion accuracy

•	increased radiation dose required 

•	apply attenuation correction

•	PET could be considered  
(if feasible/accessible) 

Cardiac MRI
•	generally unaffected 

•	maintains high image quality

•	ensure tunnel diameter and weight 
limits are suitable

Table 5: Cardiovascular diagnostic tests that may be impacted by excess adiposity8,123-126
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Test Impact of excess adiposity Mitigation strategies

Blood pressure 
measurement 

•	cuff sizing challenges may lead to 
inaccurate readings

•	discomfort may reduce adherence or 
cause incomplete readings

•	ensure appropriately sized cuffs  
are available

•	provide clear instructions and support 
to maximise wear time and data 
quality

Invasive coronary 
angiogram

•	vascular access may be technically 
challenging 

•	increased fluoroscopy time and 
radiation exposure

•	higher contrast volume may be 
required

•	procedural table weight limits and 
positioning challenges

•	consider radial access where feasible

•	optimise fluoroscopy settings and 
minimise exposure time

•	use contrast sparing techniques and 
monitor renal function

•	confirm table weight limits and 
procedural capability of the facility 
prior to referral

CT coronary angiogram

•	image quality degrades with  
high BMI

•	increased radiation dose required 

•	use dose modulation

•	optimise positioning

•	ensure tunnel diameter and weight 
limits are suitable 

Abbreviations: BMI, body mass index; CT, computed tomography; ECG, electrocardiogram; MRI, magnetic resonance imaging; PET, positron 
emission tomography; SPECT, single photon emission computed tomography.
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Behaviour 
modifications

Behaviour modifications are integral to the 
management of overweight/obesity and 
cardiovascular risk. Behaviour modifications to 
support long term risk reduction in this setting include 
addressing nutrition, physical activity, smoking and 
alcohol use, sleep and psychological wellbeing. 
Optimising nutrition and physical activity is an effective 
approach to reduce excess adiposity, improve 
cardiometabolic health and manage CVD risk.91 
While nutrition and physical activity modifications 
confer modest weight loss compared with obesity 
management medications and metabolic bariatric 
surgery, they have consistently been shown to improve 
blood pressure, lipid profiles and cardiovascular 
outcomes, independent of weight loss.127,128 

Physical activity and nutrition vitally underpin other 
obesity management interventions, including 
pharmacotherapy and metabolic bariatric surgery, to 
maintain optimal nutritional status and musculoskeletal 
health, and to reduce CVD risk. These behaviour 
changes should continue across the life course, even 
when weight goals are achieved, to both maintain 
health benefits and manage CVD risk in the longer term 
(the latter should include management of all CVD risk 
factors including smoking and alcohol intake). 

In clinical practice, co-prescribing nutrition and 
physical activity interventions is more effective in 
improving cardiovascular and metabolic outcomes 
than either intervention alone.129 Social prescribing of 
physical activity interventions, in particular, has been 
shown to improve activity levels, quality of life and 
social isolation.130,131 

To promote adherence to behaviour modifications, 
advice and programs should be person-centred 
and tailored to each person’s ability, physiology, 
comorbidities and preferences (including cultural), and 
focus on gradual, achievable goals co-developed with 
their healthcare team. Multidisciplinary support from 
a person’s GP, nurses and nurse practitioners, other 
specialists, allied healthcare professionals and mental 
health professionals (where relevant) is also critical to 
achieving improved health outcomes. Medicare GP 
Chronic Condition Management Plans can facilitate 
this, enabling subsidised access to allied healthcare 
professionals.

Nutrition

Recommendations Strength of advice

In adults living with overweight or obesity and cardiovascular disease (CVD) or at high 
risk of CVD, recommend a heart-healthy eating pattern, which includes a wide variety of 
foods from all food groups, is naturally low in unhealthy fats, salt and added sugars, and 
limits discretionary food/beverages to reduce cardiovascular risk. 

Moderate advice

For weight loss in adults living with overweight or obesity and CVD or at high risk of CVD, 
recommend a heart-healthy eating pattern with reduced energy intake (at least 2000 kJ/
day deficit from estimated daily energy requirements) with a goal of achieving at least 
5% weight loss over six months.

Strong advice

In adults living with overweight or obesity and CVD or at high risk of CVD who require 
more rapid weight loss to help manage complications, recommend either a low energy 
diet (LED) or very low energy diet (VLED) under clinical supervision.

Strong advice
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Practice points

Practical dietary advice

•	 The Heart Foundation’s heart-healthy eating pattern 
incorporates principles of the Dietary approaches 
to stop hypertension (DASH) and Mediterranean 
diets, which are associated with improvements in 
cardiovascular risk factors.

•	 Encourage people to adopt a heart-healthy eating 
pattern which consists of: 

•	 plenty of vegetables and fruits 

•	 a variety of healthy protein-rich foods including 
legumes, nuts and seeds, fish and seafood. 
Include smaller amounts of eggs and lean 
poultry and limit red meat to 1–3 times a week

•	 unsweetened milk, yoghurt and cheese (reduced 
fat varieties are the preferred choice for people 
with elevated LDL-C and those with coronary 
heart disease)  

•	 a variety of wholegrains rich in dietary fibre 
including grainy bread, wholemeal pasta, oats 
and brown rice

•	 healthy fats and oils like avocados, olives, 
unsalted nuts and seeds and their oils for 
cooking 

•	 herbs and spices to flavour food instead of 
adding salt.

•	 Limit sodium intake to less than 2,000 mg per 
day, including sodium from processed foods. 
Excess dietary salt contributes to elevated blood 
pressure, a key modifiable risk factor for CVD. To 
help reduce sodium intake, particularly for those 
who add salt to their food, low-sodium, potassium-
enriched salt substitutes may be considered unless 
contraindicated (e.g. chronic kidney disease, 
hyperkalaemia).132 

•	 Recommend reducing snacking frequency and 
choosing nutrient-dense snacks, while limiting 
discretionary and highly processed foods and 
sugar-sweetened beverages, to support appropriate 
energy intake and improve overall diet quality.

•	 Frozen or canned fruits, vegetables and legumes 
(with no added sugars or salts) can be appropriate 

alternatives to fresh fruits and vegetables when 
access and availability is limited. 

•	 Access to fresh fish and seafood is variable across 
Australia. It is also expensive in some regions. Frozen 
and canned fish are acceptable alternatives. For 
canned varieties, encourage people to opt for 
products stored in spring water or olive oil rather 
than brine.

•	 Actively assess and limit intake of sugar-sweetened 
beverages (including soft drinks, flavoured milk, 
energy drinks and sweetened juices). Promote 
water as the drink of choice for hydration and 
health, encouraging it as a swap for sugar-
sweetened beverages and alcohol, supported by 
gradual substitution strategies. Educate people 
that there is no safe limit of alcohol intake for heart 
health. Sugar‑sweetened beverages and alcohol 
are nutrient-poor, calorie-dense fluids that can 
contribute to weight gain.

Reduced energy intake 

•	 For weight loss, a person’s daily energy intake 
should be at least 2,000 kJ (approximately 500 
kCal) below their daily energy requirement. The 
target reduced energy intake should be further 
tailored to the individual’s nutritional needs, medical 
conditions, cultural preferences and lifestyle to 
enhance adherence and effectiveness. 

•	 Use a daily energy requirement calculator to 
calculate a person’s daily energy requirements 
based on their target body weight (see Resources 
and further reading).

•	 To support kilojoule reduction, provide education 
on tracking intake using electronic or paper-based 
tools such as a diary or mobile apps. Several 
mobile apps are available in Australia. When 
recommending an app, ensure it is evidence-based, 
encourages behaviour change and aligns with 
reliable Australian nutrient databases and evidence-
based resources on healthy eating such as the 
Australian Dietary Guidelines. People with limited 
health literacy or numerical literacy should be 
referred for more appropriate, tailored support.
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•	 To minimise the risk of malnutrition and preserve 
nutritional status, energy restriction should not 
be recommended for individuals with conditions 
characterised by established catabolic dominance, 
such as cancer, unless under specialist supervision.

•	 Although caloric restriction may yield short‑term 
improvements in weight and quality of life among 
people with heart failure, its use warrants caution 
due to observed signals of increased mortality and 
heart failure‑related rehospitalisation.133

Low energy diets (LEDs) and very low energy  
diets (VLEDs)

•	 An LED may be required to achieve steady weight 
loss, while a VLED may be considered where 
more rapid weight loss (up to 2 kg per week) is 
clinically indicated. The need for rapid weight loss 
should be guided by the presence and severity of 
obesity-related complications and comorbidities, 
such as advanced and/or poorly controlled 
cardiometabolic disease, the need for urgent 
pre‑procedural or pre‑operative risk reduction, or 
obesity‑related conditions that directly exacerbate 
cardiovascular risk.

•	 LEDs set a daily energy intake target and encourage 
monitoring to achieve a specific deficit relative 
to energy expenditure. For an LED, the daily 
energy intake target is limited to 4,200–7000 kJ 
(approximately 1000–1700 kCal) per day.134 

•	 VLEDs most commonly use formulated meal 
replacement products to achieve a protein-sparing 
modified fast that facilitates rapid weight loss.  
For a VLED, the daily energy intake target is limited  
to 2700–3700 kJ (approximately 650–900 kCal)  
per day.135 

•	 For a VLED, limiting the kilojoule intake can be 
achieved by initially introducing formulated meal 
replacement products, plus some non-starchy 
vegetables and a small amount of oil. Individuals 
should receive appropriate education and support, 
including clear information that VLEDs alone may 
not be nutritionally complete and typically require 
clinical supervision, as they can be associated with 
adverse effects.136

•	 VLEDs should be supported by coordinated care 
and ongoing clinical supervision. Where available, 
support from an Accredited Practicing Dietitian 
is recommended to ensure safe and effective 
implementation, monitoring and maintenance 
once ceased. Where access is limited, appropriately 
trained healthcare professionals, including general 
practitioners or nurse practitioners, may provide 
dietary counselling and ongoing clinical monitoring. 

Other dietary approaches

•	 The effectiveness of intermittent fasting for weight 
loss remains inconclusive, as current evidence 
demonstrates mixed results.137-139 While this 
approach can reduce weight compared with 
unrestricted eating, recent studies suggest there 
are no consistent benefits over continuous calorie 
restriction when energy intake is similar.140,141 

•	 Lower‑carbohydrate eating patterns may be 
considered for selected individuals (e.g. those 
with insulin resistance, type 2 diabetes, metabolic 
syndrome or dyslipidaemia) to support short‑term 
improvements in cardiometabolic risk markers. 
However, evidence for sustained weight loss or 
cardiovascular benefit is limited.142  

•	 Higher‑protein eating patterns may be considered  
in selected individuals to support satiety, 
preservation of lean mass and short‑term 
improvements in body composition and selected 
cardiometabolic risk markers. However, evidence 
for sustained weight loss or cardiovascular benefit 
is limited, and such approaches should prioritise 
healthy protein within nutritionally balanced, 
minimally-processed dietary patterns.143

Considerations for providing nutritional advice

•	 Use easy to understand and culturally relevant 
visual aids (plates, bowls, culturally familiar foods) 
when explaining portion sizes, ‘extras’/discretionary 
items and heart-healthy eating patterns (e.g. more 
vegetables/legumes, less deep-fried foods,  
sugary drinks).

•	 Ensure dietary advice is culturally appropriate and 
considers food availability, affordability, traditional 
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nutrition and cooking practices and individual 
preferences across diverse communities to achieve 
long term adherence.144 Consider both health 
literacy and culinary literacy when providing  
dietary advice to ensure practical understanding 
and application.

•	 Incorporate food label literacy into education 
by referring people to relevant online tools and 
resources (see Resources and further reading) or 
an Accredited Practicing Dietitian or structured 
programs (e.g. community health clinics offering 
supermarket tours) for interpretation of nutrition 
panels and ingredient lists as part of comprehensive 
dietary counselling.

•	 Recognise that behaviour change is strongly 
influenced by psychological and emotional factors 
and that emotional eating is commonly reported in 
people living with overweight or obesity. Addressing 
the underlying drivers is essential to achieving 
sustained behaviour change. Consider referral to 
mental health professionals where appropriate.

For dietary advice for people taking incretin-based 
medications – refer to the Pharmacotherapy section  
for further detail. 

For dietary advice for people undergoing metabolic 
bariatric surgery – refer to the Surgical interventions 
section for further detail.

Multidisciplinary care

•	 Consider referral to an Accredited Practising 
Dietitian for individualised nutrition care, including 
support for LED/VLED use where appropriate, and 
for people prescribed incretin‑based therapies to 
minimise muscle loss, nutrient deficiencies and 
gastrointestinal side effects.

•	 Where access to an Accredited Practising Dietitian 
is limited, appropriately trained healthcare 
professionals may provide dietary support. Regular 
reviews should be scheduled based on individual 
clinical needs. For example, monthly reviews in 
primary care settings may be appropriate, which 
can be distributed across the multidisciplinary team.

•	 Leverage existing Medicare‑subsidised primary care 
services (e.g. Mental Health Treatment Plans and 
Chronic Condition Management Plans) to enable 
multidisciplinary care, recognising that increased 
and regular touchpoints are associated with 
improved outcomes.121

•	 Where an eating disorder is suspected, refer for 
assessment under an Eating Disorder Treatment  
and Management Plan and to an appropriate 
mental health professional to support safe, 
coordinated care. 
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Summary of the evidence
•	 Observational and cohort studies demonstrate 

that healthy eating patterns are associated with a 
reduction in CVD risk145,146 and mortality.145,147 

•	 A network meta-analysis that compared 14 diets 
in adults with overweight or obesity demonstrated 
that most diets at six months led to a modest and 
comparable weight reduction of approximately  
4–5 kgs and cardiovascular risk factor improvements 
(systolic blood pressure ~3–5 mmHg reduction; 
LDL-C ~0.03–0.18 mmol/L reduction; HDL-C ~0.05 
mmol/L increase). The majority of effects diminished 
at 12 months, except for the reduction in LDL-C with 
Mediterranean diets (noting adherence was not 
generally reported).148

•	 When dietary interventions are supported by 
dietitians, modest improvements in body weight, 
blood pressure and selected CVD risk factors have 
been observed.149 Strong evidence demonstrates 
that reducing dietary salt intake results in decreased 
systolic and diastolic blood pressure.132,150,151

•	 Reduced energy intake, typically creating a daily 
energy deficit of ~2000–3000 kJ (approximately 
500–700 kCal), is widely recommended for weight 
management in adults with overweight or obesity.152 
Reduced energy intake approaches often vary 
by macronutrient composition, including low 
carbohydrate and/or low fat, or may include 
partial meal replacement strategies to achieve 
a reduction in total energy intake. Evidence from 
randomised controlled trials and meta-analyses 
show that reduced energy intake diets lead to 
modest but clinically meaningful weight loss (~4–8 
kg at six months)148,152,153 and modest improvements 
in cardiovascular risk factors, including reductions in 
systolic blood pressure.148 Most benefits peak at six 
months without ongoing support, and by 12 months 
the effects on weight loss and improvements in 
cardiovascular risk factors are largely diminished.128

•	 A primary care-randomised controlled trial found 
that a VLED delivered via total diet replacement 
resulted in greater weight loss at 12 months than 
usual care (mean difference 7.2 kg; 95% CI  
4.9–9.4).154 

Resources and further reading
•	 Eatforhealth.gov.au: Daily energy requirements 

calculator 

•	 Eatforhealth.gov.au: Eat for Health resources

•	 Heart Foundation: 

•	 Nutrition position statements and evidence 
summaries and reviews

•	 Heart-healthy recipes

•	 Reading food labels and other resources 

•	 RACGP: Smoking, nutrition, alcohol, physical activity 
(SNAP) 

•	 Refer to PHN HealthPathways for local referral 
pathways to nutrition supports 

•	 LiveLighter: Recipes, practical tips and resources 

•	 Healthy Eating With No Money & No Time:  
Recipes, practical tips and resources 
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Physical activity

Recommendations Strength of advice

In adults living with overweight or obesity and CVD or at high risk of CVD, recommend 
regular physical activity across the course of the day while reducing sedentary 
behaviour, irrespective of impact on weight, to support cardiovascular and  
overall health.

Strong advice

For adults living with overweight or obesity and CVD or at high risk of CVD, recommend 
an exercise routine combining moderate-to-vigorous aerobic activity and resistance 
training, tailored to a person’s goals, to support cardiovascular and overall health.

Strong advice

Practice points 

General considerations

•	 Educate people that whilst physical activity alone 
typically results in only modest weight loss, it can 
improve waist circumference, blood pressure, blood 
glucose, lipid profile and cardiorespiratory fitness 
and reduce cardiovascular risk.127 Physical activity 
has other benefits for health including reduced 
risk of type 2 diabetes,155 dementia (including 
Alzheimer’s disease)156 and other chronic diseases 
(including some cancers).157 

•	 Encourage and assist people to set small, 
measurable and realistic goals they can achieve 
early to build confidence and momentum. Support 
people to build volume of activity (total amount of 
activity), before focusing on increasing the intensity, 
especially in those who are just beginning or 
returning to physical activity, to reduce the risk  
of injury. 

•	 In some cases, overweight/obesity is a barrier to 
being physically active. Adopt a person-centred 
approach in developing a physical activity and/
or exercise program, with consideration given to 
current physical limitation, pain management, 
concurrent musculoskeletal injuries or disease, 
and stigma. Management of these conditions can 
improve physical activity and exercise tolerance. 
Advise people that any volume of physical activity  
is better than none. 

•	 Where appropriate, refer to an appropriately 
qualified exercise specialist, such as an Accredited 
Exercise Physiologist or Physiotherapist, to offer 
tailored guidance, support safe progression and 
improve confidence with physical activity. A referral 
is particularly appropriate when overweight/obesity 
co-exists with cardiac limitations, type 2 diabetes, 
hypertension, metabolic syndrome, chronic kidney 
disease (early stages) and/or other co morbid 
conditions (e.g. cancer).  

•	 Use GP Chronic Condition Management Plans, 
which can support subsidised access to individual 
or group-based exercise sessions. 

•	 Link people from culturally and linguistically diverse 
(CALD) backgrounds to community and faith-based 
programs that feel safe and familiar (e.g. walking 
groups, women-only exercise sessions, culturally 
tailored health groups).
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Types of physical activity

•	 Recommend 30 minutes or more of moderate-
to-vigorous intensity aerobic physical activity 
on most days of the week (such that there 
is an accumulation of 2.5 hours or more per 
week) for cardiovascular, metabolic and health 
outcomes.158,159 The ‘talk test’ can be used to judge 
intensity of exercise. Moderate activity allows 
comfortable conversation, while vigorous activity 
makes talking difficult.160 See Table 6 for specific 
physical activity recommendations for weight 
management goals, noting that these goals  
are general in nature and should be tailored to  
the individual. 

•	 Recommend resistance training 2–3 times per 
week in combination with moderate-to-vigorous 
physical activity.158 Resistance training is particularly 
beneficial for older adults and post-menopausal 
women to preserve bone density and muscle mass, 
improve functional capacity and reduce central 
adiposity.158,161-163 Where an individual is unable 
to perform both aerobic and resistance training, 
prescribing and engaging in either modality is 
substantially better than remaining inactive. 

•	 Advise people to limit sedentary behaviour by 
minimising prolonged sitting and regularly breaking 
up sitting time throughout the day.158

•	 Encourage activities that are enjoyable, accessible 
and easily maintained (e.g. walking, swimming, 
cycling or home-based programs) and personalise 
physical activity plans based on the person’s 
preferences (e.g. individual or group activities), 
functional capacity, comorbidities, safety, access  
to resources and social/cultural context.

•	 Provide education that physical activity can be 
accumulated throughout the day rather than all  
at once. A practical strategy can be to advise 
people to adopt ‘exercise snacking’.164 This is 
brief bursts of moderate-to-vigorous movement 
incorporated within a person’s daily routine. For 
example, walking to public transport or taking the 
stairs contributes meaningfully. This approach has 
been shown to improve cardiorespiratory fitness 
and can be more achievable and sustainable for 
people than longer sessions, especially those who 
identify as time poor.165

•	 A daily target of ~7,000 steps (Table 7) can be a 
realistic and achievable goal for many people 
and is associated with measurable reductions in 
cardiovascular risk and overall mortality compared 
with lower step counts.166 Wearable devices and 
tracking apps can monitor step count and keep 
people motivated.167 

•	 High intensity interval training may be particularly 
beneficial for improving cardiorespiratory fitness 
and reducing visceral fat, but should only be 
considered after comprehensive cardiovascular 
risk assessment and undertaken within a supervised 
setting.168 Intensity should be tailored to the 
individual.168
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Table 6: Summary of Exercise & Sport Science Australia (ESSA) position statement - physical activity in the 
management of obesity in adults* 169

Table 7: Building steps into a sedentary workday: a practical example

Goal Minutes per week Type of physical activity

Prevention of weight gain and 
adiposity gain

>150 min but preferably 300
Moderate-vigorous intensity 
aerobic activity

Weight loss and total adiposity loss Minimum of 300–420
Moderate-vigorous intensity 
aerobic activity

Prevention of weight regain 300
Moderate-vigorous intensity 
aerobic activity

Activity Approx. steps Cumulative daily total

Baseline (sedentary worker) – office day ~3,500 steps 3,500

Short morning walk (10 mins, ~1,000 steps) +1,000 4,500

Walking during lunch break (10 mins, ~1,000) +1,000 5,500

Evening walk after dinner (15 mins, ~1,500) +1,500 7,000

* ESSA position statement is not specific to people living with CVD.

Considerations in people with established CVD

•	 Before an individual with established CVD starts a 
moderate-to-vigorous physical activity program, 
complete a comprehensive pre-exercise clinical 
screening. If other relevant medical conditions 
are present (e.g. osteoporosis), ensure further 
assessment, screening and appropriate clinical 
support. This enables safe physical activity 
prescription, allows tailoring to underlying 
conditions, and reduces the risk of adverse 
outcomes.

•	 Refer to Sports Medicine Australia’s Pre-exercise 
Screening and Risk Factor Assessment guide  
for more information (see Resources and  
further reading). 

For people on incretin-based pharmacotherapy

•	 Individuals on incretin-based pharmacotherapies 
are at increased risk of lean muscle loss and 
sarcopenic obesity.170,171 Regular structured resistance 
training two days per week or more is important to 
preserve lean muscle mass during weight loss.172 
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Summary of the evidence 
•	 Aerobic exercise appears to be most effective in 

reducing BMI and body weight, with improvements 
ranging from a 0.9 to 1.4 kg/m² reduction in BMI 
and 2–4 kg in weight.173 In adults with metabolic 
syndrome, aerobic exercise has also been 
found to reduce waist circumference (-3.4 cm), 
fasting glucose (-0.15 mmol/L), triglycerides (-0.3 
mmol/L), and improve HDL-C (0.05 mmol/L) and 
cardiorespiratory fitness (VO2max) by approximately 
4.2 mL/kg/min.174

•	 In people with overweight or obesity specifically, 
resistance training has been shown to improve 
diastolic blood pressure (-2.96 mmHg; 95% CI -5.22– 
-0.70) vs control).175

•	 Combined aerobic and resistance training is likely 
the most effective type of physical activity for 
improving cardiovascular risk factors in people  
with overweight or obesity. This type of training has 
been shown to reduce blood pressure (systolic 
-5.6 mmHg; diastolic -4.7 mmHg), fasting glucose 
(-0.3 mmol/L) and body fat (-2.8%), with reductions 
of ~2.6 kg in body weight and ~4 cm in waist 
circumference observed.175

•	 Short bursts of intermittent physical activity have 
been shown to reduce the risk of major adverse 
cardiovascular events in people who are inactive. 
A 2023 prospective cohort study in people with a 
mean BMI in the overweight range (i.e. BMI 25.0–29.9 
kg/m²) found that, compared with bouts of physical 
activity lasting less than a minute, the risk of major 
adverse cardiovascular events was lower for bouts 
lasting 1 to < 3 minutes (HR 0.71; 95% CI 0.54–0.93), 3 
to < 5 minutes (HR 0.62; 95% CI 0.48–0.81) and 5 to < 
10 minutes (HR 0.59; 95% CI 0.46–0.76).176 

Resources and further reading
•	 RACGP: Smoking, nutrition, alcohol, physical  

activity (SNAP) 

•	 Department of Health, Disability and Ageing:  
movement guidelines for all Australians 2026

•	 AUSactive and Sports Medicine Australia: Pre-
exercise screening and risk factor assessment 

•	 Heart Foundation: Physical activity resources for 
health professionals 

•	 Heart Foundation: Heart Foundation Walking 

•	 LiveLighter: Recipes, practical tips and resources 
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Sleep
There is growing evidence to support the integration 
of sleep assessment and management into routine 
obesity and CVD management. Short sleep (six hours 
or less per night for adults) and poor sleep quality 
(insufficient, fragmented, non‑restorative, or associated 
with daytime impairment, such as fatigue or reduced 
functioning) independently increase cardiometabolic 
risk and promote weight gain by impairing glucose 
tolerance and decreasing insulin sensitivity and leptin 
production, while increasing appetite.177-179 In addition, 
sleep deprivation contributes to daytime fatigue, 
reduced motivation and impaired recovery, which 
together can reduce engagement in physical activity 
and adherence to healthy behaviour modifications.180 

Weight loss is effective in improving sleep.181 While 
improved sleep duration and quality may have an 
effect on reducing cardiometabolic risk factors, 
independent of weight loss, further research is 
required.182,183 

Practice points
•	 Sleep should be routinely assessed in adults with 

obesity and increased cardiovascular risk.184 

Assessment should include sleep duration, 
perceived sleep quality, sleep regularity, daytime 
sleepiness or fatigue, and symptoms suggestive of 
common sleep disorders. Validated tools suitable 
for primary care include short questionnaires such 
as the Insomnia Severity Index or Epworth Sleepiness 
Scale, which can help identify clinically significant 
sleep disturbance and guide management  
or referral.

•	 Improving sleep duration and/or quality may 
enhance a person’s capacity to engage in physical 
activity and adhere to dietary changes.185 Educate 
about sleep hygiene, including maintaining regular 
sleep and wake times, limiting caffeine and alcohol 
intake (particularly in the evening), reducing screen 
exposure before bedtime, and promoting a sleep 
conducive environment.

•	 Referral to sleep specialists should be considered  
for people with suspected obstructive sleep  
apnoea (see Section 6. Other populations and 
conditions), treatment resistant insomnia or  
complex comorbidities.

Resources and further reading
•	 Australian Journal of General Practice: General 

practitioner assessment and management of 
insomnia in adults 

•	 Sleep Health: Primary Care Resources 

•	 Australian Prescriber: Management of insomnia  
in primary care 
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Pharmacological 
and surgical 
interventions 

Pharmacological and surgical interventions play 
a critical role in the management of overweight 
and obesity, particularly among those at high 
cardiovascular risk or with established CVD.186,187 

Pharmacotherapy is indicated for obesity 
management, in conjunction with behaviour 
modifications, when adequate weight-related health 
improvements cannot be attained through behaviour 
modifications alone. Weight loss of approximately 
5–10% of total body weight is generally required to 
attain these weight-related health improvements.188,189 
Pharmacotherapy should complement, not replace, 
behaviour modifications.106,190,191 

Incretin-based medicines (including GLP-1 receptor 
agonists and dual GIP/GLP-1 receptor agonists) have 
changed the landscape of obesity management. 
High quality trials have demonstrated incretin-based 
medicines improve cardiometabolic risk factors and, 
in some cohorts, reduce the risk of major adverse 
cardiovascular events.11,12 Across trials, they have 
consistently led to substantial weight loss, achieving 
reductions exceeding 10% of baseline body 
weight.11,190,192,193 To note, real world observational data 
suggest that average weight loss is lower than that seen 
in randomised controlled trials due to a combination of 
lower achieved dosages, treatment interruptions and 
high discontinuation rates (up to 20–50% within the  
first year).194,195 

General practitioners are well-placed to support people 
in commencing obesity management medications 
and to support ongoing care. Weight regain is common 
after ceasing these agents, therefore they are likely to 
be needed long term.196

For people who are unable to attain weight-related 
health improvements with behaviour modifications and 
pharmacotherapy, or unable to sustain weight loss after 
treatment discontinuation, referral to specialised care 
is generally required. This may include consideration 
of metabolic bariatric surgery to achieve weight goals 
and improve cardiovascular health. 

Multiple systematic reviews and meta-analyses, 
of predominantly cohort studies, have shown that 
metabolic bariatric surgery is consistently associated 
with reduced cardiovascular morbidity and mortality 
among individuals with obesity (predominantly in 
people at high risk of CVD with some lower quality 
evidence demonstrating benefit in people with 
established disease).187,197-202 

Procedures such as sleeve gastrectomy and Roux-en-Y 
gastric bypass not only achieve sustained weight loss, 
but can also induce remission of type 2 diabetes, lower 
blood pressure, improve lipid profiles, and may reduce 
the risk of heart failure exacerbations.203-206 Metabolic 
bariatric surgery has also been associated with short 
term improvements in mental health, depressive 
symptoms and quality of life, but longer‑term mental 
health outcomes are heterogeneous.207-209

Access and cost remain significant barriers for obesity 
management medications and metabolic bariatric 
surgery. There are currently no Therapeutic Goods 
Administration-approved incretin-based medicines 
available on the Pharmaceutical Benefits Scheme 
(PBS) for obesity management (Table 8)*. This means 
the cost remains prohibitive for many people.210 At the 
time of writing, the Pharmaceutical Benefits Advisory 
Committee has made a positive recommendation for 
semaglutide in a subgroup of people with obesity and 
established CVD.211

Similarly, metabolic bariatric surgery has limited 
availability in the vast majority of Australian public 
hospitals, with more than 90% of procedures taking 
place in the private sector.212 Financial barriers are likely 
to compound inequities given the disproportionate 
burden of obesity and CVD in priority populations 
who may have limited access to private medical and 
surgical care.210 With a growing prevalence of obesity 
and overweight in Australia, expediting mechanisms  
to improve access to multidisciplinary obesity care  
is critical. 

For further detail on the role of pharmacological 
and surgical interventions, refer to Management of 
overweight and obesity in adults with established  
CVD (pg. 49-50).

* Pharmaceutical Benefits Scheme criteria noted throughout this consensus statement is correct at the time of writing. Refer to PBS website for 
current criteria and further information.
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General information
Obesity management medications approved for use in 
Australia by the Therapeutic Goods Administration (TGA) 
are listed in Table 8.

The injectable GLP-1 receptor agonists (e.g. 
semaglutide, liraglutide) and GIP/GLP-1 receptor 
agonists (tirzepatide) promote weight loss via 
several different mechanisms of action (Figure 5). 
Cardiovascular outcome trials of these agents have 
also demonstrated improvement in cardiometabolic 
markers including blood pressure and lipid profiles.190,213 

GLP-1 receptor agonists act by binding to and 
amplifying activation of the GLP-1 receptor, resulting 
in enhanced post-prandial insulin secretion, glucagon 
release inhibition, delayed gastric emptying and 
appetite suppression.214 

The cardioprotective effects of semaglutide may 
be independent of its impact on weight, suggesting 
additional underlying mechanisms, including anti-
inflammatory effects such as reductions in systemic 
inflammatory markers, which may contribute to 
cardiovascular benefit.215,216

The GIP/GLP-1 receptor agonists have an additional 
agonism effect at the GIP receptor, resulting in 
increased insulin secretion in a glucose dependent 
manner and combined effects on appetite regulation 
and weight loss.217,218

Pharmacotherapy

Recommendations Strength of advice

Obesity management medications are indicated, in conjunction with behaviour 
modifications, when adequate weight-related health improvements cannot be attained 
through behaviour modifications alone. 

Strong advice

In adults living with established atherosclerotic CVD and BMI ≥ 27 kg/m2, consider 
prescribing a GLP-1 receptor agonist with proven CVD benefit (semaglutide) to reduce 
the risk of major adverse cardiovascular events.

Moderate advice

In adults living with heart failure with preserved ejection fraction (HFpEF) and obesityα, 
consider semaglutide or tirzepatide to improve symptoms and functional capacity.

Moderate advice

In adults living with type 2 diabetes and overweight or obesity, with or without CVD, 
consider a GLP-1 or GIP/GLP-1 receptor agonist with proven CVD benefit (semaglutide, 
liraglutide or tirzepatide) to reduce the risk of major adverse cardiovascular events. 

Strong advice

α Defined in trials as BMI ≥ 30 kg/m2 and ejection fraction ≥ 50% (SUMMIT, tirzepatide) or ejection fraction ≥ 45% (STEP-HFpEF, semaglutide).  
While these medications have demonstrated benefit for heart failure symptoms and quality of life, they are not yet approved by the Therapeutic 
Goods Administration for management of this condition. 
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Table 8: Therapeutic Goods Administration-approved obesity management medications, their indications and 
relevant PBS criteria 

Medication name TGA indications
PBS criteria (for obesity 
management)

Incretin-based agents

Semaglutide

Management of weight in adults with 
a BMI ≥ 30 kg/m2 or ≥ 27 kg/m2 in the 
presence of one or more weight-
related complications.

Not included on PBS* 

Tirzepatide 

Management of weight in adults with 
a BMI ≥ 30 kg/m2 or ≥ 27 kg/m2 in the 
presence of one or more weight-
related complications.

Not included on PBS 

Liraglutide

Management of weight in adults with 
a BMI ≥ 30 kg/m2 or ≥ 27 kg/m2 in the 
presence of one or more weight-
related complications.

Not included on PBS

Oral agents

Orlistat

Management of weight in adults with 
a BMI ≥ 30 kg/m2 or ≥ 27 kg/m2 in the 
presence of one or more weight-
related complications.

Included on Repatriation 
Pharmaceutical Benefits Scheme, for 
individuals with BMI ≥ 35 kg/m2 with 
no known co-morbidities or BMI ≥ 30 
kg/m2 with at least one co-morbidity

Naltrexone/bupropion

Management of weight in adults with 
a BMI ≥ 30 kg/m2 or ≥ 27 kg/m2 in the 
presence of one or more weight-
related complications.

Not included on PBS

Phentermine
Management of weight in adults with 
a BMI ≥ 25 kg/m2.

Not included on PBS

* At the time of writing, the Pharmaceutical Benefits Advisory Committee has made a positive recommendation for semaglutide in a subgroup 
of people with obesity and established CVD.211
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Figure 5: Mechanisms of action of GLP-1 receptor agonists and GIP/GLP-1 receptor agonists.
*Further research is required to fully understand the cardioprotective mechanisms of these agents.

Abbreviations: GIP, glucose-dependent insulinotropic polypeptide; GLP-1, glucagon-like peptide-1; HbA1c, haemoglobin A1c.

Compared with injectable pharmacotherapies, the oral 
agents orlistat, naltrexone/bupropion and phentermine 
are less effective for weight loss and lack CVD outcome 
data (Table 9).

For phentermine, there are several CVD-related 
contraindications (e.g. valvular disease, arrhythmias 

and advanced arteriosclerosis) and precautions (e.g. 
mild hypertension). Similarly, naltrexone/bupropion 
is contraindicated in people with uncontrolled 
hypertension and is cautioned in people with 
controlled hypertension.223-225 Refer to individual agent 
product information for more detail. 

Weight loss

Improved
glycaemic control

Improved
cardiometabolic

risk factors

GLP-1 and
GIP/GLP-1
receptor
agonists• Improve lipid pro�le

• Reduce blood pressure
• Improve HbA1c

Possible other
cardioprotective

mechanisms*
• Reduce in	ammation
• Reduce oxidative stress
• Improve endothelial function
• Improve myocardial function

• Enhance satiety
• Delay gastric emptying
• Decrease appetite

• Increase insulin sensitivity
• Increase post-prandial 

insulin secretion
• Suppress glucagon release
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Table 9: Pharmacotherapies for obesity management219,223,224,226-243 

Medication  
name and 
medication class

Mechanism of action TGA indications for 
obesity management 
in adults*

Dose Common 
side effects

Efficacy for weight 
loss (approximate 
% of total body 
weight lost ¥ § )

Impact on CV outcomes 
compared with placebo

Incretin-based agents

Semaglutide 
(Wegovy) 

GLP-1 receptor 
agonist

•Enhances satiety

•Delays gastric 
emptying 

•Decreases appetite 

BMI ≥ 30 kg/m2 OR 
≥ 27 kg/m2 in the 
presence of one or 
more weight-related 
complications

•Start at 0.25 mg subcut. 
once weekly

•Titrate:
- Weeks 1–4: 0.25 mg
- Weeks 5–8: 0.5 mg 
- Weeks 9–12: 1 mg 
- Weeks 13–16: 1.7 mg
- Maintenance dose:  

2.4 mg once weekly

Nausea, vomiting, 
diarrhoea, constipation, 
dyspepsia, abdominal 
pain, injection site 
reactions 

9–10%228 •Reduced risk of CV death, non-
fatal MI and non-fatal stroke 
in people with established 
atherosclerotic CVD (without 
type 2 diabetes)228 and in people 
with type 2 diabetes at high risk 
of CVD229

•Reduced risk of CV events in 
people with type 2 diabetes and 
chronic kidney disease244

Tirzepatide 
(Mounjaro)  

GIP/GLP-1 
receptor agonist

•Enhances satiety

•Delays gastric 
emptying

•Decreases appetite

BMI ≥ 30 kg/m2 OR 
≥ 27 kg/m2 in the 
presence of one or 
more weight-related 
complications

•Start at 2.5 mg subcut. 
once weekly. After four 
weeks, increase dose to 5 
mg subcut. once weekly

•If needed, dose increases 
can be made in 2.5 mg 
increments

•Maximum dose is 15 mg 
once weekly

Nausea, vomiting, 
diarrhoea, constipation, 
dyspepsia, abdominal 
pain, injection site 
reactions

11–12%245 Reduced risk of CV death, non-
fatal MI and non-fatal stroke in 
people with type 2 diabetes and 
atherosclerotic CVD245#

Liraglutide 
(generics 
available)

GLP-1 receptor 
agonist

•Enhances satiety

•Delays gastric 
emptying

•Decreases appetite

BMI ≥ 30 kg/m2 OR 
≥ 27 kg/m2 in the 
presence of one or 
more weight-related 
complications

•Start at 0.6 mg subcut. 
once daily 

•Increase weekly by 0.6 
mg (as tolerated) to a 
maintenance dose of 3.0 
mg once daily

Nausea, vomiting, 
diarrhoea, constipation, 
dyspepsia, abdominal 
pain, injection site 
reactions

6–8%246 ζ Reduced risk of CV death, non-
fatal MI or non-fatal stroke in 
people with type 2 diabetes at 
high risk of CVD227

Footnotes: 
* Consult TGA indications and Pharmaceutical Benefits Scheme criteria to guide pharmacotherapy choice, tailored to the individual context. 
¥ Approximate percentage total body weight lost is based on trials including people with type 2 diabetes where pharmacotherapy dose may not represent the highest dose available for weight loss. 
§ Weight loss efficacy for each agent varies by patient cohort; figures for injectable medications have been derived from published cardiovascular outcome trials.
# Non-inferiority cardiovascular outcome trial with dulaglutide as comparator (not placebo controlled). 
ζ The SCALE trial was used as the reference for approximate percentage of total body weight lost, in preference to the LEADER cardiovascular outcome trial (used approximately half the maintenance dose of liraglutide that is 
indicated for obesity management).
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Table 9: (Continued)

Medication  
name and 
medication class

Mechanism of action TGA indications for 
obesity management 
in adults*

Dose Common 
side effects

Efficacy for weight 
loss (approximate 
% of total body 
weight lost )

Impact on CV outcomes 
compared with placebo

Oral agents

Naltrexone/
bupropion

Opioid 
antagonist/
noradrenaline-
dopamine 
reuptake inhibitor

•Not fully known; may 
impact central appetite 
regulation and reward 
system

BMI ≥ 30 kg/m2 OR  
≥ 27 kg/m2 in the 
presence of one or 
more weight-related 
complications

•Start at 8 mg/90 mg tablet 
once daily. Dose should 
be escalated over a 
period of four weeks: 
- Week 1: one tablet AM
- Week 2: one tablet AM + 

one tablet PM 
- Week 3: two tablets AM + 

one tablet PM 
- Week 4 ongoing: two 

tablets twice daily

Nausea, vomiting, 
constipation, dizziness, 
headache, insomnia, 
dry mouth, anxiety, 
agitation, difficulty 
concentrating

~5–6% Unknown

Orlistat

Lipase inhibitor

•Inhibits gastrointestinal 
lipase, reducing 
absorption of 
consumed dietary fat

BMI ≥ 30 kg/m2 OR  
≥ 27 kg/m2 in the 
presence of one or 
more weight-related 
complications

•120 mg orally up to three 
times a day with main 
meals

Flatulence, faecal 
urgency/incontinence, 
loose oily stools, 
headache, fatigue, 
decreased absorption 
of fat-soluble vitamins, 
oxalate kidney stones

~3–4% Unknown

Phentermine

Anorectic, 
sympathomimetic 
amine

•Stimulates central 
nervous system to 
reduce appetite

BMI ≥ 25 kg/m2 •15mg orally once daily 
at breakfast. Increase to 
maximum of 40 mg once 
daily if required

•Recommended for short 
term treatment only  
(up to 12 weeks)

Tachycardia, 
arrhythmia, elevated 
blood pressure, 
precordial pain, 
restlessness, agitation, 
insomnia, tremor, 
dizziness, headache, 
diarrhoea, rash

~2–5% Unknown

Footnotes: 
* Consult TGA indications and Pharmaceutical Benefits Scheme criteria to guide pharmacotherapy choice, tailored to the individual context. 

Abbreviations: BMI, body mass index; CV, cardiovascular; CVD, cardiovascular disease; MI, myocardial infarction; TGA, Therapeutic Goods Administration
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Figure 6: Efficacy of weight management interventions for weight loss.*83,228,236-238,245-249

*To note, the efficacy for weight loss percentages represent findings from several studies of varying cohorts and study quality. They do not 
represent head-to-head comparison studies and are intended to provide a general indication of comparative efficacy. Figures for semaglutide 
and tirzepatide have been derived from published cardiovascular outcome trials. In the case of liraglutide, the SCALE trial was used as the 
reference for percentage total body weight lost, in preference to the LEADER cardiovascular outcome trial. The latter used approximately half 
the maintenance dose of liraglutide that is indicated for weight management. For each intervention, the bar represents the upper end of the 
range for approximate percentage of total body weight lost.

Practice points

Initiation and titration 

•	 Pharmacotherapy may be considered when weight-
related health improvements, such as improvements 
in lipids, blood glucose levels, blood pressure and 
metabolic dysfunction-associated steatotic liver 
disease, have not been attained with behaviour 
modifications alone, or the weight loss required 
is higher than what can be achieved through 
behaviour modifications. 

•	 Pharmacotherapy for obesity management 
should be initiated as part of a comprehensive 
management plan, which includes the continuation 
of behaviour modifications (nutrition and  
physical activity). 

•	 In certain cases, especially among individuals with 
a higher BMI and existing complications, initiation of 
pharmacotherapy may be warranted as a first-line 
intervention along with behaviour modifications. 
Shared decision-making is critical at that stage, 
factoring in the person’s preferences and values. 
The high cost of obesity management medications, 
particularly incretin-based agents, means they 
remain inaccessible for many people.  
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•	 The starting dose of semaglutide is 0.25 mg 
subcutaneous once weekly, which can be increased 
incrementally every four weeks to a maintenance 
dose of 2.4 mg:250 

•	 weeks 1–4: 0.25 mg 

•	 weeks 5–8: 0.5 mg 

•	 weeks 9–12: 1 mg 

•	 weeks 13–16: 1.7 mg 

•	 maintenance dose: 2.4 mg.

Slow initiation helps to minimise gastrointestinal  
side effects. 

To note, Wegovy (semaglutide) is a higher dose 
semaglutide formulation which has been approved 
by the TGA for chronic weight management at a 
maximum dose of 2.4 mg weekly. Ozempic is only 
TGA-approved for type 2 diabetes. Oral formulations 
of semaglutide exist (one is TGA-approved for 
diabetes) but are not commercially available 
in Australia at the time of writing. A higher dose 
injectable semaglutide formulation (7.2 mg) is 
currently pending TGA approval.251 

•	 The starting dose of tirzepatide is 2.5 mg 
subcutaneous once weekly. After four weeks, the 
dose can be increased to 5 mg weekly. Dose can 
be further increased by 2.5 mg every four weeks to a 
maximum dose of 15 mg once weekly as required.252 

•	 The starting dose of liraglutide is 0.6 mg 
subcutaneous once daily. Doses should be 
increased in 0.6 mg increments at intervals of  
at least one week to a maintenance dose of  
3 mg daily.219,234 

•	 Oral agents (e.g. orlistat, naltrexone/bupropion 
and phentermine) have a limited role in the 
management of overweight/obesity in people with 
or at high risk of CVD due to their minimal impact on 
weight, unknown CVD benefits and poor tolerability. 

•	 After commencement of pharmacotherapy, regular 
assessment of weight, cardiometabolic risk factors 
and treatment tolerability should be undertaken. 
The dose of pharmacotherapy should be adjusted 
if required to achieve health targets (increasing 
or decreasing the dose). Monitor for nutritional 
adequacy if clinical concerns such as poor diet 

quality, disordered eating behaviour or very rapid 
weight loss occur (typically > 1.5–2 kg per week).  
See section on ‘Dietary advice for people 
on incretin-based medications’. Engage 
multidisciplinary team, including pharmacists 
and allied healthcare professionals, to support 
adherence.

•	 Advise people that ongoing pharmacotherapy, 
in conjunction with behaviour modifications, is 
likely to be needed to maintain a healthy weight 
and effectively manage CVD risk in the long 
term. Weight regain is common after cessation of 
pharmacotherapy. Some studies show up to 60% 
of weight lost during treatment is regained one-
year post cessation,196 and cardiometabolic risk 
factor improvements may be reversed (e.g. HbA1c, 
cholesterol and blood pressure).253 

Side effects 

•	 Advise people that the most common side effects  
of incretin-based obesity management medications 
are gastrointestinal and can include nausea, 
diarrhoea, constipation and vomiting. These side 
effects have been reported in approximately 20–
40% of people and are most common during dose 
initiation and escalation.250,252 In most people, these 
side effects can be mitigated by commencing at  
a lower dose and titrating the dose gradually  
over weeks.

•	 People should be advised that having smaller, 
more frequent meals and avoiding fatty foods can 
alleviate nausea and vomiting side effects during 
treatment initiation.254 Adequate fluid and fibre 
intake can also help alleviate the side effect of 
constipation.254 

•	 The use of GLP-1 receptor agonists has been 
associated with rarer side effects including an 
increased risk of acute pancreatitis, gastroparesis 
and intestinal obstruction, although incidence is rare 
(<0.1%).219 Inform people about the symptoms of 
pancreatitis and when to seek medical attention.250 

If pancreatitis occurs, the GLP-1 receptor agonist 
should not be restarted. Similarly, exercise caution 
when commencing these medications in people 
with a history of acute pancreatitis. 
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•	 A newly identified safety signal, based on a small 
number of case reports, indicates a possible 
association between GLP-1 receptor agonists 
(including tirzepatide) and suicidal ideation.255,256 
Whilst international regulators (e.g. US Food and 
Drug Administration) have now removed such 
warnings, the Therapeutic Goods Administration 
has updated product safety warnings and advised 
healthcare professionals to monitor people for 
changes in mood, behaviour or emerging suicidal 
thoughts or behaviours. 

•	 Case reports have linked GLP-1 receptor agonists 
and GLP-1/GIP receptor agonists to an increased 
potential risk of regurgitation and pulmonary 
aspiration during anaesthesia due to delayed 
gastric emptying.257 Preprocedural clinical 
consensus advice should be followed (see 
Resources and further reading). 

•	 Advise people that most over-the-counter and online 
weight loss products, including complementary 
and herbal supplements, have limited or no 
evidence for their safety and efficacy. Counterfeit 
medications disguised as weight loss products are 
not uncommon. These agents are illegal and can 
contain harmful, undisclosed ingredients, including 
sibutramine which has been shown to increase the 
risk of heart attack and stroke.258

Lean muscle mass loss

•	 Sarcopenia (loss of muscle strength, mass 
and function) can be exacerbated by chronic 
comorbidities, including CVD, and is associated  
with faster disease progression and higher mortality 
in these groups.259 

•	 Maintenance of lean mass is important during 
weight loss because muscle mass facilitates a 
higher metabolic rate and makes it easier to  
lose and maintain body weight after a weight  
loss intervention.

•	 While dietary weight loss strategies typically cause 
some loss of lean muscle, GLP-1 and GIP/GLP-1 
receptor agonists are associated with significant loss 
of lean mass ranging from 15–45% of total weight 
loss,260 varying by agent. 

•	 Strategies to mitigate lean muscle loss while on 
treatment include optimising dietary protein, 
recognising that GLP-1 and GIP/GLP-1 receptor 
agonists may suppress appetite and substantially 
reduce overall energy intake, increasing the risk of 
inadequate protein consumption.260-262 

•	 Regular resistance exercise training can help 
preserve lean muscle mass during weight loss and 
should be performed on two or more days per week, 
where clinically appropriate.159 

Dietary advice for people on incretin-based 
medications

•	 Prescribers of obesity management medications 
should consider concurrent referral to an Accredited 
Practising Dietitian to optimise outcomes.263  
Incretin-based medications increase the risk of 
muscle loss, sarcopenic obesity and nutrient 
deficiencies.263

•	 People on incretin-based medications should 
prioritise adequate protein intake (1.2–1.60 g/kg 
of body weight per day, or an absolute target of 
80–120 g/day where appropriate),254 combined 
with structured resistance exercise, to support 
preservation of lean mass during weight loss. 
Increased protein intake alone is unlikely to preserve 
muscle mass in the absence of resistance training.

•	 Supplementation may assist in meeting protein  
and micronutrient requirements when dietary  
intake is insufficient.263

•	 Reduced appetite with GLP‑1 receptor agonists may 
result in unintentional intermittent fasting. Individuals 
should be encouraged to consume meals at regular 
intervals, as prolonged fasting without adequate 
protein intake or dietary variety may increase the risk 
of nutritional inadequacy.254 

•	 More aggressive caloric restriction strategies 
including LEDs and VLEDs are generally not 
appropriate in combination with incretin-based 
medications unless under close specialist 
supervision with monitoring of body composition 
and nutritional status.
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Considerations in people with type 2 diabetes 

•	 In adults living with type 2 diabetes and overweight 
or obesity, consider prescription of glucose-
lowering agents with dual weight management and 
cardiovascular benefits to reduce the risk of major 
adverse cardiovascular events. 

•	 GLP-1 receptor agonists with demonstrated 
cardiovascular benefit in people with type 2 
diabetes include liraglutide,227 semaglutide,229  
and dulaglutide.264 

•	 Tirzepatide, a GIP/GLP-1 receptor agonist, has also 
demonstrated cardiovascular benefit in people with 
type 2 diabetes.245 

•	 At the time of writing, semaglutide and dulaglutide 
can only be prescribed on the PBS for type 2 
diabetes specifically, not obesity management. 

•	 SGLT-2 inhibitors (such as empagliflozin and 
dapagliflozin) are also indicated for the treatment 
of type 2 diabetes and have been shown to have 
modest weight-lowering effects in this population.265 

These drugs offer significant cardiovascular and 
renal benefits.266

•	 Healthcare professionals should be aware of 
potential drug interactions with the use of GLP-1 
receptor agonists and GIP/GLP-1 receptor agonists 
in combination with other glucose-lowering agents 
(e.g. sulfonylureas, insulin) due to an increased 
risk of hypoglycaemia.250,252 Monitor and consider 
titrating the dose of sulfonylurea or insulin when 
commencing a GLP-1 receptor agonist or GIP/GLP-1 
receptor agonist.267 

•	 In people with type 2 diabetes, assess for 
retinopathy during GLP-1 receptor agonist initiation 
and titration, due to the increased risk of retinopathy 
associated with a rapid reduction in glycosylated 
haemoglobin (HbA1c).268 

•	 Emerging safety signals suggest a possible rare 
association between GLP-1 receptor agonists 
(particularly semaglutide) and GIP/GLP-1 receptor 
agonists, and non-arteritic anterior ischemic optic 
neuropathy in people with type 2 diabetes, however 
further research is warranted.269-271

Considerations in older people

•	 Evidence for the safety and efficacy of obesity 
management medications in older people is 
limited. Healthcare professionals should consider 
the increased risk of sarcopenia and nutrient 
deficiencies when prescribing these medications 
and reinforce appropriate nutrition and resistance 
training.263,272 

Considerations in women 

•	 Women of reproductive age taking a GLP-1 
receptor agonist or tirzepatide should be advised 
to use contraception concurrently due to potential 
safety concerns associated with taking these 
pharmacotherapies in pregnancy (as shown in 
animal studies).273,274 Semaglutide and tirzepatide 
are both classified as pregnancy category D 
medications.250,252

•	 Tirzepatide and GLP-1 receptor agonists may 
decrease absorption of oral contraceptives  
due to delayed gastric emptying, however the 
evidence is inconsistent.275 As a precaution to  
avoid unplanned pregnancy, current product 
information for tirzepatide includes advice that 
women should switch to a non-oral contraceptive 
or add a barrier method of contraception for four 
weeks after initiation, and for four weeks after 
each dose escalation.276 This advice has not been 
extended to GLP-1 receptor agonists (liraglutide  
and semaglutide) at the time of writing.

Considerations in people with heart failure 

•	 When initiating and escalating semaglutide or 
tirzepatide in people with obesity and heart failure 
with preserved ejection fraction (HFpEF), monitor 
kidney function and electrolytes and adjust other 
medications (e.g. diuretics, antihypertensives, 
glucose-lowering agents) if required, particularly  
if the person is experiencing gastrointestinal  
side effects.277  
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•	 Semaglutide and tirzepatide have been shown to 
improve quality of life and functional capacity in 
people with heart failure with preserved ejection 
fraction (HFpEF) and BMI ≥ 30 kg/m2, but insufficient 
evidence exists to conclude cardiovascular 
outcome benefits.278,279

•	 There is a lack of high-quality trial data evaluating 
the cardiovascular impact of GLP-1 receptor 
agonists in people with heart failure with reduced 
ejection fraction. 

•	 SGLT-2 inhibitors are also indicated for the 
management of both reduced and preserved 
ejection fraction heart failure and may have modest 
weight-lowering effects in these populations.280 
These medications include empagliflozin and 
dapagliflozin, which are included on the PBS for the 
indication of chronic heart failure.

Considerations in people with other comorbidities 

•	 Tirzepatide is also indicated for the treatment of 
moderate-to-severe obstructive sleep apnoea in 
adults with obesity.252

•	 GLP-1 receptor agonists have emerged as an 
important treatment option for diabetic kidney 
disease in the context of type 2 diabetes, with 
semaglutide showing reduced risk of clinically 
important kidney outcomes and death from 
cardiovascular causes in people with type 2 
diabetes and chronic kidney disease.281 

•	 Incretin-based therapies are emerging as a 
treatment for metabolic dysfunction-associated liver 
disease (formerly non-alcoholic fatty liver disease), 
with evidence suggesting benefits in liver histology 
and a reduction in liver fat.282,283 The Therapeutic 
Goods Administration has provisionally approved 
semaglutide for the treatment of non-cirrhotic 
metabolic dysfunction-associated steatohepatitis 
(MASH) in adults with moderate to advanced liver 
fibrosis.231,284

Summary of the evidence 
•	 Evidence for the use of incretin-based therapies 

in a CVD primary prevention cohort largely draws 
from trials involving people with type 2 diabetes. 
The LEADER, SUSTAIN-6 and REWIND trials collectively 
demonstrate the cardiovascular outcome benefits 
of GLP-1 receptor agonists in people with type 2 
diabetes and at high CVD risk. 

•	 LEADER (9,340 participants, median 3.8 years) 
showed liraglutide reduced major adverse 
cardiovascular events compared with placebo 
(HR 0.87; 95% CI 0.78–0.97).227 

•	 SUSTAIN-6 (3,297 participants, median two years) 
found semaglutide provided an even greater 
relative risk reduction compared with placebo 
(HR 0.74; 95% CI 0.58–0.95).229 

•	 REWIND (around 9,900 participants, 
approximately one third with established CVD, 
median 5.4 years) demonstrated dulaglutide 
lowered major adverse cardiovascular event 
risk compared with placebo (HR 0.88; 95% CI 
0.79–0.99).264 

•	 The cardiovascular outcome trial for tirzepatide 
(SURPASS-CVOT) has demonstrated cardiovascular 
benefit in people with type 2 diabetes and 
atherosclerotic CVD.229,245,285 In SUPRASS-CVOT, 
tirzepatide was found to be non-inferior to 
dulaglutide (HR 0.92; 95% CI 0.83-1.01).245 At the time 
of writing, the SURMOUNT-MMO trial is currently 
underway to investigate the cardiovascular 
outcomes of tirzepatide in people with overweight/
obesity without type 2 diabetes.286

•	 The landmark SELECT trial has demonstrated the 
cardiovascular benefits of the GLP-1 receptor 
agonist semaglutide (2.4 mg subcutaneous once 
weekly), in people established atherosclerotic CVD 
and with a BMI ≥ 27 kg/m2 (without type 2 diabetes). 
In this double-blind, placebo-controlled randomised 
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clinical trial of 17,604 adults, semaglutide reduced 
the incidence of cardiovascular death, myocardial 
infarction and stroke (HR 0.80; 95% CI 0.72–0.90).228 

•	 There is growing evidence to support the role of GLP-
1 receptor agonists and GIP/GLP-1 receptor agonists 
in improving heart failure-related symptoms and 
quality of life in people with HFpEF in the setting of 
obesity,278,279 and in concurrent obesity and type 2 
diabetes.287 In the SUMMIT trial, tirzepatide showed a 
significant reduction in heart failure events in people 
with HFpEF but results should be interpreted with 
caution due to small event numbers.279 

•	 Emerging unpublished observational data suggest 
that GLP-1 receptor agonists may also play a 
secondary prevention role in people with atrial 
fibrillation, obesity and type 2 diabetes, although 
further research is underway.288 

Resources and further reading 
•	 Australian Register of Therapeutic Goods  

Product Information 

•	 Pharmaceutical Benefits Scheme 

•	 Australian Diabetes Society. Clinical practice 
recommendations: Periprocedural use of GLP-1  
RAs and GLP-1/GIP RAs
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Emerging pharmacotherapies 
Several novel obesity management medications and 
formulations are currently being investigated in clinical 
trials. Some selected new therapies on the horizon are 
discussed below. 

•	 Retatrutide, a triple agonist against GLP-1, GIP and 
glucagon receptors, has demonstrated significant 
weight loss (up to a 24% reduction in body weight at 
the highest dose) and metabolic benefits in people 
with obesity, both with and without type 2 diabetes 
in phase 2 clinical trials.289,290 

•	 Survodutide is a novel dual glucagon receptor 
and GLP-1 receptor agonist.291 In phase 2 trials, it 
conferred significant weight loss (up to 19% of total 
body weight) in people with obesity without type 
2 diabetes.292 Phase 3 clinical trials are currently 
underway in both people with and without type 2 
diabetes, in addition to a cardiovascular  
outcomes trial.293

•	 Oral semaglutide (25 mg) daily achieved 11.4% 
reduction in body weight compared with placebo 
(95% CI -13.9 to -9.0) in people with overweight and 
obesity.294 While not a head-to-head study, this is 
comparable to observed body weight reduction 
achieved with subcutaneous semaglutide 2.4 
mg weekly. Trials have demonstrated that oral 
semaglutide reduces the risk of major adverse 
cardiovascular events (HR 0.86; 95% CI 0.77 to 0.96) 
in people with type 2 diabetes and established CVD 
and/or chronic kidney disease, without an increase 
in risk of serious adverse events.295 

•	 A novel oral GLP-1 receptor agonist – orforglipron– 
has shown significant glycaemic and weight 
loss benefits in people with and without type 2 
diabetes.296-298 

•	 CagriSema, a combination of cagrilinitide and 
semaglutide, is a dual GLP-1 receptor agonist and 
long-acting amylin analogue. The REDEFINE trials 
have shown that CagriSema confers clinically 
significant weight loss (approximately 20% of total 
body weight) compared with placebo, in both 
people with and without type 2 diabetes.299,300

•	 Phase 2 trials of once weekly administration of the 
amylin receptor agonist, eloralintide, in adults with 
overweight or obesity and without type 2 diabetes, 
have demonstrated significant weight loss, with 
a mean decrease in body weight ranging from 
9–16%, compared with 0.4% in the placebo group.301 
Combination therapy of amylin and semaglutide 
has also shown promise in weight management, 
with over 40% of trial participants achieving a 
decrease in body weight of ≥ 25%.302

•	 Monthly injectable agents have shown promise in 
the treatment of obesity in adults with and without 
type 2 diabetes. Maridebart cafraglutide (MariTide) 
is a combined GLP-1 receptor agonist and GIP 
receptor antagonist. Results from a phase 2  
clinical trial suggest this pharmacotherapy  
produces clinically significant weight loss  
compared with placebo.303 

Several other pharmacotherapies are used off label, 
including lisdexamfetamine and a combination of 
phentermine and topiramate, but none are Therapeutic 
Goods Administration-approved for weight loss in 
Australia. 
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Surgical interventions 

Recommendations Strength of advice

In adults living with overweight or obesity and CVD or at high risk of CVD and who 
have not attained adequate weight-related health improvements through behaviour 
modifications and pharmacological interventions, consider referral to multidisciplinary 
specialised obesity services.

Moderate advice

In adults with CVD or at high risk of CVD with BMI ≥ 40 kg/m2 or, BMI ≥ 35 kg/m2 with at 
least one weight-related comorbid condition¥, refer for consideration of metabolic 
bariatric surgery to reduce the risk of major adverse cardiovascular events.

Moderate advice

In adults with CVD or at high risk of CVD who have undergone metabolic bariatric 
surgery, offer lifelong multidisciplinary follow‑up care to support long term health.

May be appropriate

¥ Weight-related comorbid conditions include hypertension, dyslipidaemia, obstructive sleep apnoea, cardiovascular disease, prediabetes  
or type 2 diabetes.

General information
Differences in eligibility criteria for metabolic bariatric 
surgery differ locally and internationally. The BMI  
criteria presented in this statement align with the  
current Medicare Benefits Schedule criteria for 
metabolic bariatric surgery.304 These criteria also reflect 
the absence of randomised controlled trial evidence 
of improved cardiovascular outcomes in people with 
a lower BMI (30–34.9 kg/m2) undergoing metabolic 
bariatric surgery. While surgery is highly effective for 
weight loss, evidence of cardiovascular benefit in 
this cohort is largely based on observational studies 
and small randomised controlled trials demonstrating 
improvement in surrogate cardiovascular measures 
only.305-307 The first randomised controlled trial 
investigating the impact of metabolic bariatric  
surgery in improving cardiovascular outcomes is 
currently underway.304,308 

 

 

 

Practice points

Eligibility and pre-surgical assessment

•	 Multidisciplinary specialised obesity services 
provide medically led, multidisciplinary care 
that incorporates nutrition and physical 
activity interventions, psychological therapies, 
pharmacological treatment, and access to 
metabolic bariatric surgery where clinically 
appropriate and feasible. Referral to 
multidisciplinary specialised obesity services from 
primary care should be considered: 

•	 when sustained weight-related health 
improvements (such as improvements in lipids, 
blood glucose, blood pressure or metabolic 
dysfunction-associated steatotic liver disease) 
have not been attained via behaviour 
modifications and pharmacotherapy, or 

•	 in complex clinical scenarios, or

•	 in individuals who meet the Medicare Benefits 
Schedule criteria for metabolic bariatric surgery. 
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•	 The most common types of metabolic bariatric 
surgery performed in Australia are sleeve 
gastrectomy, Roux-en-Y gastric bypass and single 
anastomosis gastric bypass (Table 10). 

•	 Discuss the potential benefits and risks of 
metabolic bariatric surgery with people, including 
the requirement for lifelong monitoring and 
multidisciplinary follow up. Referral to specialist care 
for consideration of surgery should be undertaken 
as part of a shared decision-making process. 

•	 Comprehensive pre-surgical assessment by a 
multidisciplinary specialist team is important. This 
should include assessment of cardiometabolic 
risk, screening for mental health conditions, 
eating disorders and nutritional deficiencies and 
an assessment of psychological and overall 
fitness for surgery. Ensure input from surgeons, 
endocrinologists, cardiologists, psychologists and 
dietitians as appropriate.  

Post-surgical monitoring and follow up

•	 People who have undergone metabolic bariatric 
surgery should be monitored for:

•	 micronutrient deficiencies

•	 protein-energy malnutrition 

•	 mental health conditions (e.g. depression, 
addictive disorders, eating disorders)

•	 weight regain or excessive weight loss 

•	 gastrointestinal side effects or complications, 
including gall stones

•	 medication side effects due to altered 
pharmacokinetics

•	 bone health.

Refer to Table 11 for further detail. 

•	 Post-surgery care should include an integrated 
care plan such as support for nutrition, physical 
activity, behavioural strategies, and psychological 
wellbeing.

•	 Monitor people for dumping syndrome following 
bariatric surgery, which can occur when a person 
consumes high sugar or high carbohydrate foods 
and drinks. These types of foods/drinks pass too 
quickly from the stomach into the small intestine, 
causing gastrointestinal symptoms (e.g. nausea, 
vomiting, bloating, diarrhoea) and hypoglycaemia. 

•	 Some people may require obesity management 
medication post-surgery to support weight 
maintenance. Healthcare professionals should 
assess the need to commence pharmacotherapy 
(or continue pharmacotherapy if commenced 
prior to surgery), monitor for side effects, and titrate 
the dose accordingly. Involve pharmacists as 
appropriate.

•	 A small subset of people experience increased risk 
of alcohol or other substance use disorders post-
operatively, particularly following gastric bypass 
procedures.309 Population data suggest new-onset 
substance use disorder occurs in a small minority.310 
Risk should be addressed through pre-operative 
screening and longitudinal monitoring, particularly 
in individuals with prior substance use and mental 
health disorders.

Dietary advice post-bariatric surgery

•	 Advise consumption of small, frequent meals 
(typically 4–6 per day) eaten at regular intervals 
to improve tolerance, optimise nutrient intake, and 
reduce the risk of dumping syndrome and post-
prandial hypoglycaemia.311

•	 Protein-rich foods should be included with each 
meal and snack to support lean mass preservation, 
enhance satiety and to moderate post‑prandial 
glycaemic responses.312

•	 Foods and drinks high in added sugars or refined 
carbohydrates should be minimised, as they can 
precipitate early dumping symptoms and late 
post-prandial (reactive) hypoglycaemia following 
bariatric procedures.313,314
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•	 People are advised to avoid drinking with meals  
and to separate fluids from solid food intake 
(commonly by ~30 minutes) to slow gastric 
emptying, improve nutrient absorption, and  
reduce dumping related symptoms.311

•	 Encourage slow eating, thorough chewing, and 
mindful portion control to improve gastrointestinal 
tolerance and support recognition of early satiety.315 

•	 Soluble fibre and modest amounts of dietary fat 
may help slow nutrient absorption and reduce 
glycaemic variability, though tolerance should be 
individualised and guided by dietitian review.313 

•	 Long term dietary management following bariatric 
surgery should be supported by regular dietitian 
review to address nutritional adequacy, symptom 
management, and evolving risks such as dumping 
syndrome, hypoglycaemia or micronutrient 
deficiencies.

Accessibility 

•	 Accessibility of metabolic bariatric surgery services 
remains a significant barrier in Australia, with only 
a very small minority of Australian public hospitals 
offering these services.316 Around 90% of metabolic 
bariatric surgeries, which are typically associated 
with significant costs, take place in the private 
sector.316 

•	 Uptake of metabolic bariatric surgery is impacted by 
both financial and geographical barriers including 
access to private health insurance with appropriate 
surgical cover, limited service availability in rural 
areas, and low referral rates.317 
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Table 10. Comparison of selected metabolic bariatric procedures in Australia.318-327

Sleeve 
gastrectomy

Roux-en-Y gastric 
bypass (RYGB)

Single 
anastomosis  
(one anastomosis) 
gastric bypass

Single 
anastomosis 
duodenal-ileal 
interposition

Procedure 
details

Removes ~75–80% of 
the stomach, leaving 
a narrow sleeve

Creates a small 
gastric pouch and 
reroutes small intestine

Similar to RYGB but 
with one intestinal 
anastomosis

Combines a sleeve 
gastrectomy with a 
single anastomosis 
connecting the 
duodenum to the 
distal ileum

Proportion 
of bariatric 
surgeries

~77% ~9% ~13% <1%

Mean % weight 
loss

~25–30% at 1–2 years ~25–30% at 1–2 years ~30–35% at 1–2 years ~30–40% at 1–2 years

Nutritional 
concerns

•	Nutritional 
deficiencies

•	Annual vitamin 
check required 

•	Lifelong 
supplementation

•	Greater frequency 
of nutritional 
deficiencies 

•	Six monthly vitamin 
check required 

•	Strict lifelong 
supplementation

•	Even greater 
frequency 
of nutritional 
deficiencies

•	Six monthly vitamin 
check required

•	Very strict lifelong 
supplementation

•	Higher risk of protein-
energy malnutrition 

•	Six monthly vitamin 
check required

Advantages

•	Shorter operative 
time

•	Fewer long-term 
complications

•	Excellent metabolic 
benefits

•	Less reflux 

•	Greater weight loss

•	Strong metabolic 
effect

•	Even greater weight 
loss and more 
durable 

•	Good revision option 
for sleeve 

Disadvantages 
and risks

•	Irreversible

•	Higher risk of GORD 

•	Staple line leaks 
(difficult to manage)

•	Risk of dumping 
syndrome

•	Internal hernias

•	Marginal ulcers 
(difficult to manage) 

•	Requires individual 
to maintain lifelong 
connection with 
surgeon for early 
detection of 
complications 

•	Risk of bile reflux

•	Risk of dumping 
syndrome 

•	Internal hernias (rare)

•	Marginal ulcers 
(difficult to manage) 

•	Marginal ulcers 
(rare)

Abbreviations: GORD, gastroesophageal reflux disease.
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Table 11: Common issues following metabolic bariatric surgery and actions primary healthcare professionals  
can consider.312,328-340 

Post-surgical issue Risk
Primary healthcare professional actions  
to consider

Nutritional 
deficiencies

Common nutritional deficiencies 
include iron,  folate, calcium 
(check PTH), vitamins A, B1, B6, 
B12, D

•	Conduct regular blood tests (every six months 
initially post-surgery, then six monthly or annually) 

•	Refer to an Accredited Practising Dietitian, or 
another appropriately qualified healthcare 
professional if not available

•	Prescribe lifelong multivitamin and mineral 
supplements (and procedure-specific additional 
supplements)

Weight regain

Weight regain is to be expected 
and should be managed early 
as required

•	Monitor weight regularly

•	Support people to maintain ongoing nutrition and 
physical activity

•	Consider commencing pharmacotherapy to 
maintain weight, where clinically appropriate

Gastrointestinal 
symptoms

•	Reflux

•	Change in stool frequency

•	Prescribe a regular proton pump inhibitor in early 
post-operative phase

•	Dietary interventions to assist with stool frequency

•	Consider surveillance gastroscopy for Barrett’s 
oesophagus at one year, then every 2–3 years 
(particularly important for people with sleeve 
gastrectomy or single anastomosis gastric bypass) 

Mental health

Potential risk of relapse of 
psychiatric disorders and/or the 
emergence of new psychiatric 
disorders perioperatively, 
including mood, anxiety, eating 
and/or substance use disorders

Where relevant, undertake screening for mental 
health conditions, substance abuse and other 
addictive or compulsive behaviours with referral 
pathways (Refer to Appendix 4: Mental health and 
eating disorder validated assessment tools for a list 
of validated mental health screening tools)

Medication titration 

Altered pharmacokinetics of 
some medications (e.g. oral 
contraceptive pill, psychiatric 
medications) may necessitate 
dose or formulation changes, or 
alternative treatment options

•	Monitor and titrate dose of medications  
as required

•	Seek blood levels of psychiatric medications  
where relevant 

•	Seek pharmacy input as required
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Post-surgical issue Risk
Primary healthcare professional actions  
to consider

Bone health

Potential loss of bone 
mineral density (osteopenia/
osteoporosis) due to nutrient 
malabsorption (calcium, vitamin 
D, zinc, copper), menopause, 
rapid weight loss and 
mechanical unloading.  
This may also lead to higher 
fracture risk

•	Measure serum PTH, calcium phosphorus, vitamin 
D, 24-hour urine calcium levels

•	Lifelong calcium supplementation generally 
recommended

•	Vitamin D supplementation should be 
individualised and guided by serum 25-OH vitamin 
D levels; interpret in conjunction with corrected 
calcium and PTH concentrations 

•	Consider DEXA scanning in higher risk people

Pregnancy and 
contraception 

•	Oral contraception may not 
be as reliable post-surgery 

•	Increased risk of unplanned 
pregnancy resulting from 
weight loss (due to  
improved fertility)

•	Consider alternative contraceptive options that 
do not rely on absorption (i.e. non oral) including 
barrier contraception, long-acting reversible 
contraception such as hormonal implants, 
hormonal IUDs or copper IUDs

•	Advise people to use effective contraception to 
avoid getting pregnant for 12–18 months post-
surgery in the interests of maternal and infant 
health

Abbreviations: DEXA, dual-energy x-ray absorptiometry; IUD, intrauterine device; PTH, parathyroid hormone. 

Summary of the evidence 
•	 Evidence from several small RCTs, supported 

by large observational studies, demonstrates 
that bariatric surgery is an effective long‑term 
intervention for severe obesity, typically achieving 

~25–30% total body weight loss in the first 
year.249,306,341-343

•	 Several meta-analyses (of predominantly cohort 
studies) have shown that metabolic bariatric surgery 
confers significant improvement in cardiovascular 
risk factors including blood pressure, glycaemia, 
lipids and waist circumference, compared with 
medical management.204-206

•	 Significant reductions in major adverse 
cardiovascular events of 40–60% have been 
demonstrated post-bariatric surgery in observational 

studies. A large meta-analysis of 40 matched cohort 
studies found that bariatric surgery was associated 
with a statistically significant reduction in major 
adverse cardiovascular events, atrial fibrillation, 
heart failure, myocardial infarction and stroke.197 

•	 A systematic review and meta-analysis of people 
with established heart failure who underwent 
metabolic bariatric surgery were found to have a 
72% reduced risk of heart failure exacerbations (RR 
0.28; 95% CI 0.13–0.55) compared with those with 
heart failure who had non-surgical treatment.203

•	 Observational cohort studies provide inconsistent 
evidence regarding the reduction in atrial fibrillation 
incidence following metabolic bariatric surgery.187,344

Table 11: (Continued)
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Resources and further reading 
•	 National Association of Clinical Obesity Services. 

Find a service. 

•	 RACGP. Bariatric–metabolic surgery: A guide for  
the primary care physician.

•	 Healthdirect. Guide to bariatric surgery. 2024.  
(For consumers).

•	 Better Health Channel. Obesity surgery. 2022.  
(For consumers). 

•	 Australian Journal of General Practice. Bariatric 
surgery. 2025. 

•	 Australia and New Zealand Metabolic and Obesity 
Surgery Society. Public bariatric surgery – A national 
framework. 2020.

•	 American Society for Metabolic and Bariatric 
Surgery (ASMBS) and International Federation for the 
Surgery of Obesity and Metabolic Disorders (IFSO): 
Indications for metabolic and bariatric surgery. 
Surgery for obesity and related diseases. 2022. 

3Section 3: Pharmacological and surgical interventions

48  |  Obesity and cardiovascular disease: A clinical consensus statement (2026)  

https://nacos.org.au/find-a-service-provider/
https://www.racgp.org.au/getattachment/15f177fe-5700-404f-8011-eae3d8b16c97/Bariatric-metabolic-surgery-A-guide-for-the-primar.aspx
https://www.racgp.org.au/getattachment/15f177fe-5700-404f-8011-eae3d8b16c97/Bariatric-metabolic-surgery-A-guide-for-the-primar.aspx
https://www.healthdirect.gov.au/guide-to-bariatric-surgery
https://www.betterhealth.vic.gov.au/health/conditionsandtreatments/obesity-surgery
https://www1.racgp.org.au/ajgp/2025/april/bariatric-surgery
https://www1.racgp.org.au/ajgp/2025/april/bariatric-surgery
https://anzmoss.com.au/wp-content/uploads/Public-Bariatric-Surgery-Framework_EXEC-SUM-ONLY.pdf
https://anzmoss.com.au/wp-content/uploads/Public-Bariatric-Surgery-Framework_EXEC-SUM-ONLY.pdf
https://www.soard.org/article/S1550-7289(22)00641-4/fulltext
https://www.soard.org/article/S1550-7289(22)00641-4/fulltext
https://www.soard.org/article/S1550-7289(22)00641-4/fulltext
https://www.soard.org/article/S1550-7289(22)00641-4/fulltext


Management of overweight and obesity in adults with established CVD

Footnotes
a	People with BMI ≥ 40 kg/m2 may require direct referral for multidisciplinary specialised obesity services.
b	Evidence is based on studies conducted in people with type 2 diabetes whereby medication doses are 

generally lower than those used for weight loss.
c	 SGLT-2 inhibitors are not TGA-indicated for obesity management but have been shown to have modest 

weight-lowering effects in these groups (less so than other agents listed here). They have been shown to 
improve CV outcomes in type 2 diabetes, heart failure, atherosclerotic CVD and CKD.

d	Dulaglutide, indicated in type 2 diabetes, has been shown to improve CV outcomes, but is 
not TGA-indicated for obesity management.

e	 Based on STEP-HFpEF trial data in people with HFpEF, ejection fraction ≥ 45% and BMI ≥ 30 kg/m2.
f 	 Based on SUMMIT trial data in people with HFpEF, ejection fraction ≥ 50% and BMI ≥ 30 kg/m2.
g	Weight-related health improvements include improvements in blood glucose levels, lipids, blood 

pressure and liver function.
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Lifelong care  
and follow up 

Obesity is a chronic, progressive condition that requires 
ongoing, multidisciplinary management, particularly 
in the context of overlapping cardiovascular risk 
or established disease. Sustained benefits from 
weight loss, whether achieved through behaviour 
modifications, pharmacotherapy, surgery or a 
combination of these, rely on continuous monitoring 
and support.

Role of primary care
Primary care is critical to the assessment, management 
and long-term monitoring of people living with 
overweight and obesity in Australia. General practice 
teams are ideally placed to provide first-line, person-
centred services for obesity management, including 
support for behaviour modifications, pharmacotherapy 
and timely referral to multidisciplinary specialised 
obesity services. Primary care remains an essential 
conduit between weight specific clinical care 
pathways and long-term CVD and risk factor 
management. Existing funding models for chronic 
disease management and allied health support 
can be leveraged to support holistic care. These 
include Medicare-subsidised GP Chronic Condition 
Management Plans and Home Medicines Reviews.

Ongoing management of 
cardiovascular risk factors
Lifelong care should include regular assessment of 
cardiovascular risk factors, nutritional and physical 
activity status and mental health, as well as strategies 
to sustain long-term weight loss and prevent weight 
regain. Continued healthy behaviours, including 
physical activity and healthy eating, are required 
not only for obesity management but to improve 
cardiovascular health outcomes. Alongside established 
follow‑up strategies, longitudinal metabolic monitoring 
is an emerging area of interest and may provide 
additional insight into cardiometabolic health beyond 
weight change alone.

Culturally appropriate models of care that support 
long‑term continuity are also an important 
consideration, as evidence shows that targeted 
approaches improve sustained engagement and 
adherence, contributing to improved cardiovascular 
outcomes. Telehealth plays an important role, 
particularly for rural and remote communities, in 
supporting long-term monitoring and follow up.

For individuals living with established CVD and 
overweight or obesity, optimising CVD risk factor 
control is a priority for reducing risk of secondary 
events. This includes supporting appropriate behaviour 
modifications – physical activity, nutrition, alcohol 
reduction and smoking cessation. Attainment of 
clinical prevention targets (blood pressure, lipids) 
is critical in this group, aided by adherence to 
preventative medicines (including antithrombotics 
where appropriate) to reduce risk of secondary 
cardiovascular events.345 For eligible people, 
participation in a cardiac rehabilitation program 
should be encouraged to reduce the risk of future 
cardiac events, improve quality of life, facilitate exercise 
and improve uptake of behaviour modifications.

Section 4:
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4

Monitoring for weight loss 
complications
For people who experience significant and/or rapid 
weight loss, structured follow up with a multidisciplinary 
team is essential to prevent or detect complications 
early and manage potential side effects. 

These may include: 

•	 gall stones 

•	 nutritional deficiencies 

•	 muscle mass loss 

•	 psychological impacts.

Weight loss may also positively impact control of 
cardiometabolic risk factors such as blood glucose and 
blood pressure, and some medications may require 
dose adjustment. 

Section 4: Lifelong care and follow up
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Equity 
considerations 
for high-priority 
populations

Culturally and linguistically 
diverse (CALD) communities
Obesity rates within CALD communities differ 
significantly between first-generation immigrants and 
children from CALD backgrounds. First-generation 
immigrants often arrive in Australia with comparatively 
better health. However, this advantage tends to diminish 
over time as ‘obesogenic’ western dietary patterns and 
lifestyle behaviours are adopted.346 

Over time, adults from CALD backgrounds, along with 
their offspring, experience a disproportionately higher 
burden of obesity-related health issues. In certain 
populations, such as those originating from North Africa 
and the Middle East, the prevalence of overweight and 
obesity among adults is estimated to be approximately 
40% higher compared with Australian-born adults.347 

For people from CALD backgrounds, the problem is 
further compounded by language and health literacy 
challenges, culturally incongruent care models, weight 
stigma and socioeconomic disadvantage.84,348 These 
factors may limit engagement with health services and 
evidence based treatments.84 For some women, cultural 
or faith‑based norms around modesty may affect 
comfort with physical examination; without culturally 
safe care, delays in assessment, disengagement, or 
missed follow‑up may occur, increasing long‑term 
cardiovascular risk.349

To improve cardiovascular outcomes and support 
sustainable behaviour change for obesity 
management, health services should, where feasible, 
adopt culturally safe, co-designed models of care 
that reflect the diversity of the communities they 
serve. Culturally safe practice builds trust, supports 
engagement and adherence, and aligns with best 
practice in primary care. Even in time-constrained 
settings, culturally safe care can be delivered through 
small but meaningful actions. These may include:

•	 documenting preferred language, interpreter 
requirements and relevant cultural considerations 
(e.g. culturally specific dietary restrictions like halal 
or kosher diets) clearly in the medical record, and 
delivering tailored care accordingly

•	 offering or linking to culturally appropriate physical 
activity options, such as women‑only programs, 
community‑led walking groups, or culturally-specific 
exercise initiatives, where available

•	 providing inclusive materials, signage and culturally 
relevant visuals in multiple languages to signal 
safety and respect

•	 identifying appropriate support for communication, 
including staff or family members who can assist 
with brief communication and using professional 
interpreters for complex discussions or care 
planning.

Recognition of overlapping identities is important, 
including among multicultural women, multicultural 
people living in rural and remote areas, those 
experiencing socioeconomic disadvantage, and those 
living with mental health conditions. 

Individuals may experience multiple intersecting risk 
factors simultaneously, and acknowledging these 
intersections supports more accurate risk assessment 
and promotes holistic, tailored interventions.

Section 5:
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First Nations peoples
In Australia, First Nations peoples have higher 
rates of morbidity and premature mortality due to 
cardiovascular and metabolic disease compared with 
non-Indigenous Australians.350,351 Similarly, First Nations 
peoples experience a higher prevalence of obesity, 
with 77% of adults living with overweight or obesity 
compared with 66% of non-Indigenous Australians.2 The 
reasons for these disparities are complex and varied, 
and include reduced access to healthcare and healthy 
food, lack of culturally-appropriate health programs 
and initiatives, intergenerational trauma, lost culture 
and socioeconomic disadvantage.352

To effectively manage overweight and obesity in 
First Nations peoples, approaches must be First 
Nations-designed and led, rooted in culture and 
self‑determination, and adaptable to the distinct needs 
of each community.352 

It is important to note that high quality evidence for 
the most effective obesity management treatments for 
First Nations peoples is lacking, and further research 
is needed. In particular, research is needed to better 
understand the impact of pharmacotherapy for 
obesity management in First Nations peoples and how 
these therapies can complement community-based 
behaviour change programs.352

Rural and remote communities
Adults living in rural and remote communities face a 
disproportionately high burden of CVD, with coronary 
heart disease rates in very remote areas more than 
double those of major cities.353 Nearly 70% of adults in 
these regions are affected by overweight or obesity, 
compared with 64.4% in metropolitan areas.353 This 
increased prevalence is compounded by geographic 
isolation, limited infrastructure and workforce 
shortages,353 along with limited access to fresh and 
affordable food. Access to metabolic bariatric surgical 
services in rural and remote communities remains a 
significant challenge.316

Tailored and locally grounded approaches to obesity 
management that reflect community context, available 
workforce and existing infrastructure are more likely 
to be effective in geographically isolated populations 
compared to generic weight loss advice.354 

Telehealth can improve access to care where local 
services are limited; however, its effectiveness may 
be constrained by digital infrastructure, access to 
technology, and a person’s digital literacy.355 

Case conferencing supports multidisciplinary 
collaboration in obesity care in rural and remote 
settings. It enables GPs to coordinate limited local 
resources with specialist input, which has been shown 
to improve engagement and treatment outcomes, 
and mitigate fragmentation of care in geographically 
isolated populations.354 Digital health platforms that 
facilitate monitoring and timely communication 
between people living with overweight or obesity and 
members of their healthcare team can enable effective 
case conferencing in rural and remote settings.

Socioeconomic disadvantage
Adults experiencing socioeconomic disadvantage are 
disproportionately affected by obesity and CVD, with 
obesity rates 57% higher in the most disadvantaged 
areas compared with the most advantaged,356 and 
CVD burden 1.8 times greater.1 These disparities are 
driven by structural inequities, limited healthcare access 
and reduced engagement with traditional health 
services. Community informed and locally delivered 
strategies have demonstrated improved cardiovascular 
outcomes, healthier weight trajectories and enhanced 
wellbeing in populations experiencing socioeconomic 
disadvantage.357-359 

For those experiencing financial hardship, housing 
instability, or chronic stress, healthcare should focus 
on what is most feasible and meaningful at the time, 
with weight loss addressed where appropriate and as 
circumstances allow. Community integrated models 
that connect healthcare with services such as schools, 
housing and employment services foster trust, improve 
health literacy and empower individuals to take 
ownership of their health.360 

5Section 5: Equity considerations for high-priority populations
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People living with a mental 
health condition 
Mental health conditions* frequently co-occur with 
obesity and are more prevalent among people living 
with overweight/obesity.361,362 These conditions are 
often complex, bidirectionally linked and may include 
depression, mood and anxiety disorders, trauma-
related symptoms, eating disorders and neurodivergent 
conditions such as attention deficit hyperactivity 
disorder (ADHD) or autism (Figure 7). This underscores 

the importance of incorporating mental health 
screening into obesity care.

In people living with obesity, mental health conditions 
may arise in response to other comorbidities or obesity-
related complications (e.g. chronic pain, obstructive 
sleep apnoea, CVD or type 2 diabetes) which can 
contribute to psychological distress and compound the 
complexity of care. 

*A mental disorder defined as a significant impairment of an 
individual’s cognitive, affective and/or relational abilities which 
may require intervention and may be a recognised, medically 
diagnosable illness or disorder (World Health Organization, 2025).

Figure 7: Complex interplay between mental health, obesity and cardiovascular disease. 
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Routine use of validated tools for mental health and 
eating disorder assessment (such as the Patient Health 
Questionnaire (PHQ)-9, Generalized Anxiety Disorder 
(GAD)-7, Binge Eating Disorder Screening (BEDS)-7 and 
Eating Disorder Examination Questionnaire (EDE-Q)-6) 
should be embedded into obesity management 
protocols (see Appendix 4: Mental health and eating 
disorder validated assessment tools for further details). 
Healthcare professionals should prioritise early 
identification and specialist referral for people with a 
suspected mental health condition.

For people living with obesity who are prescribed 
psychotropic medications, routine cardiometabolic 
screening is recommended, as some medicines are 
associated with increased cardiovascular risk factors 
and overall cardiovascular risk. Examples include:

•	 ECG monitoring for medicines that are associated 
with QTc prolongation (e.g. olanzapine, clozapine 
and tricyclic antidepressants)219,363

•	 metabolic monitoring with antipsychotics (weight, 
lipids, glucose and blood pressure). A higher risk 
of metabolic side effects, including weight gain, 
is observed with atypical antipsychotics (such as 
clozapine, olanzapine and quetiapine).364 

•	 weight monitoring with antidepressants and 
mood stabilisers. Weight gain is most commonly 
associated with tricyclic antidepressants, 
mirtazapine, certain selective serotonin reuptake 
inhibitors, valproate and lithium.365

When managing individuals with CVD and co-
existing mental health conditions, it is important to 
prioritise stabilisation of severe mental illness before 
initiating structured obesity interventions. Clinical 
decision‑making should be guided by a person’s 
current mental state and stability, rather than the 
severity of diagnosis alone when the condition is  
well managed.366 

Women 
Whilst similar proportions of women and men are living 
with obesity in Australia (31% and 33% respectively),367 
a closer look beyond BMI classification alone reveals 
important sex differences in other anthropometric 
measures. Compared with men of the same BMI, 
women tend to have a higher percentage of body  
fat and lower lean muscle mass.368 In Australia, 72%  
of all women have a waist circumference indicative of 
an increased risk of cardiometabolic complications 
compared with 63% of all men.2 

Women can experience distinct weight management 
challenges due to hormonal changes across the 
life course, including conditions such as polycystic 
ovarian syndrome, as well as life stages such as 
pregnancy, perimenopause and menopause.369 These 
hormonal shifts influence fat distribution and increase 
cardiometabolic risk. Post-menopausal women are 
particularly impacted, with higher rates of obesity 
relative to their male counterparts.370  

During menopause, hormonal changes, including 
oestrogen deficiency, impact insulin resistance, 
lipid metabolism, energy consumption and body 
fat distribution.371 The latter includes increases in 
abdominal and visceral adiposity, raising CVD  
risk.86,369 In addition, menopausal symptoms may  
be more pronounced in women living with obesity, 
including poor sleep, mood changes and sexual 
dysfunction.372

Effectively managing overweight and obesity in  
women requires a comprehensive, multimodal strategy 
that takes into account biological differences, unique 
challenges at various life stages and sociocultural 
barriers.369 The latter may include limited access to 
female healthcare professionals (particularly in rural 
and remote areas), cultural expectations and carer 
responsibilities.87

Emerging evidence suggests incretin-based agents 
may play a role in the management of women-specific 
conditions such as polycystic ovarian syndrome, 
through improvements in weight, insulin resistance and 
menstrual regularity.373 However, further sex-specific  
and reproductive outcome data are needed to inform 
best practice.374 

5Section 5: Equity considerations for high-priority populations
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Other populations 
and conditions 

Children, adolescents and 
young adults
Obesity in early life is a strong predictor of 
cardiometabolic disease and premature CVD in 
adulthood.375 It is associated with early vascular ageing, 
dyslipidaemia, hypertension, insulin resistance and 
left ventricular hypertrophy, which increase lifetime 
risk of CVD.376,377 Early assessment and intervention for 
overweight or obesity in young people are essential  
to mitigate long-term cardiovascular morbidity.378  
The management of overweight and obesity in children 
and adolescents should focus on multicomponent 
interventions that combine dietary strategies to 
improve diet quality and reduce consumption of highly 
processed foods, alongside increased physical activity 
and reduced sedentary behaviour. 

Psychological, behavioural and social determinants 
should form part of a holistic approach. This should 
include emphasis on family-based behaviour 
approaches and coordinated multidisciplinary 
care delivered in a respectful, dignified and 
non‑judgemental manner that avoids blame or 
stigmatisation. Interventions should be tailored to 
the developmental stage of the child or adolescent. 
Obesity management medications and metabolic 
bariatric surgery may be considered as therapeutic 
options in adolescents and young adults, alongside 
behaviour modifications. The upcoming NHMRC 
Clinical Practice Guidelines will provide further 
information about managing overweight and obesity  
in children, adolescents and young adults.

Older adults 
The management of overweight and obesity in older 
adults with, or at high risk of, CVD should balance 
the cardiometabolic benefits of intentional weight 
reduction against the potential risks of sarcopenia, 
frailty and functional decline.8,106 Management 
strategies should be individualised, multidisciplinary 
and conservative, emphasising modest weight loss 
targets, high-quality nutrition to prevent malnutrition, 
and the important role of resistance and aerobic 
physical activity to preserve physical function and 
muscle mass.379 

Sarcopenic obesity is defined as the co-existence of 
excess adiposity and low skeletal muscle mass and/
or function.380 Sarcopenic obesity confers higher CVD 
risk than obesity defined by BMI alone. Measures of 
adiposity distribution (particularly central/visceral fat) 
alongside assessments of muscle mass and strength, 
can provide more clinically relevant information in this 
group.381 Sarcopenia risk is increased in individuals 
with obesity related complications, including heart 
failure, prolonged injury or physical inactivity, and 
during periods of rapid weight loss.382,383 Evidence 
indicates that resistance and strength based exercise 
interventions are effective in mitigating muscle loss and 
improving functional outcomes, with particularly strong 
benefits observed in post menopausal women and 
those with sarcopenic obesity.382,384 

Obesity management medications and metabolic 
bariatric surgery may be considered in older 
adults, alongside behaviour modifications, when 
cardiometabolic risk is high and the potential benefits 
outweigh the age-related risks.385 However, a careful 
assessment of comorbidities and polypharmacy is 
required, alongside consideration of the person’s 
preferences and priorities.386 The upcoming NHMRC 
Clinical Practice Guidelines will provide further 
information about managing overweight and obesity  
in older adults.

Section 6:
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Obstructive sleep apnoea 
Obstructive sleep apnoea (OSA) is a type of sleep 
disorder characterised by abnormal breathing patterns 
that reduce quality of sleep. Obesity, particularly 
central obesity, is a major risk factor for OSA, and 
OSA is more common in people with obesity.387 OSA 
causes intermittent hypoxia and negative intrathoracic 
pressure, leading to acute surges in blood pressure 
and heart rate and chronic changes such as left 
ventricular hypertrophy and autonomic dysfunction.388 
Left untreated, OSA significantly increases the risk of 
stroke, coronary heart disease, atrial fibrillation389 and 
cardiovascular mortality.182,390 

Neck circumference, waist-to-hip ratio, body fat 
percentage and visceral adiposity index strongly 
predict OSA, with even small increases in waist-to-
hip ratio increasing risk. Early identification and 
management of OSA are essential to mitigate long-
term cardiovascular risk. Referral for polysomnography 
or home sleep apnoea testing should be considered 
in people with overweight/obesity and accompanying 
OSA symptoms such as snoring, daytime sleepiness, 
non-restorative sleep or morning headaches and 
hypertension. Continuous positive airway pressure 
(CPAP) therapy may improve symptoms and quality of 
life and reduce risk of major adverse cardiovascular 
events, although its role in secondary prevention 
remains uncertain.391,392 

Dementia
Emerging evidence links midlife obesity and its 
associated cardiometabolic risk factors, including 
hypertension, dyslipidaemia and insulin resistance, to 
an increased risk of cognitive decline and dementia 
later in life.393,394 These associations are thought to reflect 
shared pathophysiological mechanisms, including 
vascular dysfunction, inflammation and metabolic 
dysregulation, which accelerate neurodegeneration.395

The 2024 Lancet Commission on dementia prevention 
identifies obesity, hypertension, type 2 diabetes and 
elevated LDL-C as key modifiable midlife risk factors 
for dementia, emphasising that reducing vascular 
and metabolic damage across the life course has 
substantial potential to lower dementia risk.396 Effective 
clinical management of obesity and cardiovascular risk 
factors is likely to have significant benefits for cognitive 
health, including a potential reduction in dementia 
risk. Accordingly, weight and cardiometabolic health 
should be regarded as important components of 
strategies for long-term cognitive wellbeing.

Section 6: Other populations and conditions
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Appendix 1 
Contributors to the 
clinical consensus  
statement

The National Heart Foundation of Australia (‘Heart Foundation’) developed the Obesity and cardiovascular disease 
(CVD) clinical consensus statement (‘the consensus statement’) in collaboration with a network of 
leading Australian experts and consumers.  A national multidisciplinary taskforce (‘the Obesity and CVD Taskforce’; 
‘the Taskforce’) was convened to guide the development of the consensus statement, with representation from 
cardiology, endocrinology/diabetology, bariatric surgery, general practice, First Nations health, epidemiology, 
dietetics, exercise physiology, pharmacy, public health, and consumers with lived experience. Four topic-specific 
expert subgroups were formed to develop the related recommendations, practice points and narratives (Figure 1).  

Figure 1: Obesity and CVD clinical consensus statement – expert subgroups

Obesity and CVD Taskforce
Establishment of the Taskforce
In June 2025, the Heart Foundation convened a Taskforce to guide the development of a new clinical consensus 
statement on obesity and CVD. The roles and responsibilities of the Taskforce included:

•	 endorsing the proposed clinical scope 

•	 reviewing and providing feedback on the commissioned evidence review and environmental scan

•	 providing expert clinical input into the development of the consensus statement, including evidence-based 
recommendations and relevant practice points 

•	 ensuring the consensus statement reflects current best practice and aligns with other major guideline 
recommendations, where appropriate 

•	 assisting with writing, review and finalisation of the consensus statement.
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Name Position

Prof Louise Baur Professor of Child & Adolescent Health, University of Sydney

A/Prof Harsha Chandraratna Consultant Surgeon, Obesity Surgery WA

Prof Clara Chow Cardiologist; Academic Director, Westmead Applied Research Centre

Prof Clare Collins
Laureate Professor, Nutrition and Dietetics, College of Health, Medicine 
& Wellbeing, University of Newcastle

Dr Paresh Dawda General Practitioner; Director and Principal, Prestantia Health

Prof Sandra Eades
Chief Medical Advisor - First Nations Health, National Heart Foundation 
of Australia; Deputy Dean, University of Melbourne

Prof Elif Ekinci (Co-chair)
Academic Endocrinologist; Head of Diabetes, Austin Health; Head of 
Department of Medicine, University of Melbourne

A/Prof Samantha Hocking 
Endocrinologist, Royal Prince Alfred Hospital; Clinical Academic, University 
of Sydney

Prof Garry Jennings (Co-chair) Chief Medical Advisor, National Heart Foundation of Australia

Mr Ray Kelly 
Exercise Physiologist and Exercise Scientist; Casual Academic and 
Indigenous Researcher, University of Technology Sydney

Dr Mark Mellor Specialist GP and Obesity Doctor, Perth Weight Clinic

Ms Tammy Merton Consumer advocate

A/Prof Adam Nelson Academic Cardiologist; Clinical Lecturer, University of Adelaide

Prof Rajesh Puranik 
Consultant Cardiologist, Royal Prince Alfred Hospital; Clinical Associate 
Professor, University of Sydney

Prof Jonathan Shaw 
Consultant Endocrinologist; Deputy Director (Clinical and Population Health), 
Baker Heart and Diabetes Institute

Dr Terri-Lynne South General Practitioner and Dietitian; Director, Lifestyle Metabolic

Dr Irene Um Pharmacist; Senior Lecturer, School of Pharmacy, The University of Sydney

Prof Emerita Alison Venn 
Epidemiologist; Adjunct Professor, Menzies Institute for Medical Research, 
University of Tasmania

Mr Andrew Wilson Engagement/Advocacy Lead & Board Member, Weight Issues Network

Prof Andrew Wilson
Professor and Co-Director of the Leeder Centre for Health Policy,  
Economics and Data, University of Sydney

Dr Anna Wood
Physician in Endocrinology and General Medicine, Royal Darwin Hospital; 
Senior Research Fellow, Menzies School of Health Research

Prof Sophia Zoungas 
Clinical Endocrinologist; Head, School of Public Health and Preventive  
Medicine, Monash University

Taskforce members
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Expert subgroups
The Taskforce members were each assigned to one of four topic-specific expert subgroups:

Definitions and impact of obesity on CVD subgroup members

Pharmacotherapy and surgery subgroup members

Subgroup Focus

Definitions and impact 
of obesity on CVD  

Definition of and diagnostic tools for clinical overweight and obesity to support risk 
assessment for the Australian population; impact of weight loss on CVD risk and clini-
cal management of people with overweight or obesity and CVD.

Pharmacotherapy 
and surgery

Impact of weight loss on cardiovascular (CV) risk (including role of  
pharmacological and surgical interventions for obesity).

Behavioural interventions
Impact of behaviour change – diet and physical activity to support weight loss and 
improve CV outcomes or risk factors.

Equity and high-priority 
populations

Ensure that recommendations consider high priority groups; i.e. adults living with 
overweight or obesity from culturally and linguistically diverse communities, First 
Nations peoples, people living in rural and remote areas, people experiencing socio-
economic disadvantage and people living with a mental health condition. 

Name Position

Prof Rajesh Puranik (Chair)
Consultant Cardiologist, Royal Prince Alfred Hospital; Clinical Associate  
Professor, University of Sydney  

A/Prof Adam Nelson Academic Cardiologist; Clinical Lecturer, University of Adelaide

Prof Jonathan Shaw 
Consultant Endocrinologist; Deputy Director (Clinical and Population Health),  
Baker Heart and Diabetes Institute

Prof Sophia Zoungas 
Clinical Endocrinologist; Head, School of Public Health and Preventive Medicine, 
Monash University

Name Position

Prof Elif Ekinci (Chair)
Academic Endocrinologist; Head of Diabetes, Austin Health; Head of Department 
of Medicine, University of Melbourne

A/Prof Harsha  
Chandraratna 

Consultant Surgeon, Obesity Surgery WA  

Prof Clara Chow Cardiologist; Academic Director, Westmead Applied Research Centre  

Dr Paresh Dawda General Practitioner; Director and Principal, Prestantia Health

A/Prof Samantha Hocking Endocrinologist, Royal Prince Alfred Hospital; Clinical Academic, University of Sydney

Dr Irene Um Pharmacist; Senior Lecturer, School of Pharmacy, The University of Sydney

Prof Andrew Wilson 
Professor and Co-Director of the Leeder Centre for Health Policy, Economics and 
Data, University of Sydney
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Equity and high-priority populations subgroup members

Behavioural interventions subgroup members

Name Position

Dr Terri-Lynne South (Chair)  General Practitioner and Dietitian; Director, Lifestyle Metabolic

Prof Louise Baur Professor of Child & Adolescent Health, University of Sydney

Prof Clare Collins
Laureate Professor, Nutrition and Dietetics, College of Health, Medicine & Wellbeing, 
University of Newcastle

Mr Ray Kelly 
Exercise Physiologist and Exercise Scientist; Casual Academic and Indigenous Re-
searcher, University of Technology Sydney

Mr Andrew Wilson Engagement/Advocacy Lead & Board Member, Weight Issues Network

Name Position

Dr Mark Mellor (Chair) Specialist GP and Obesity Doctor, Perth Weight Clinic

Prof Sandra Eades 
Chief Medical Advisor - First Nations Health, National Heart Foundation of Australia; 
Deputy Dean, University of Melbourne

Ms Tammy Merton Consumer advocate

Prof Emerita Alison Venn 
Epidemiologist; Adjunct Professor, Menzies Institute for Medical Research, University 
of Tasmania

Mr Andrew Wilson Engagement/Advocacy Lead & Board Member, Weight Issues Network  

Dr Anna Wood
Physician in Endocrinology and General Medicine, Royal Darwin Hospital;  
Senior Research Fellow, Menzies School of Health Research

Heart Foundation project team

Name Position

Natalie Raffoul Senior Manager Healthcare Programs and Clinical Strategy

Christine Sarie Project Management Coordinator, Healthcare Programs

Emily Bradburn Senior Healthcare Programs Officer, Patient Support Lead

Kelly Donnelly Senior Healthcare Programs Officer

Jasmine Just Senior Healthcare Programs Officer, Clinical Communications  

Tina Garcia Senior Medical Writer
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Appendix 2 
Developing the clinical 
consensus statement

The Heart Foundation led the development of the consensus statement in collaboration with expert members 
of the Taskforce. The statement was based on a review of published literature and an environmental scan, and 
was developed through a structured process to distil practical guidance based on evidence-informed expert 
consensus. It addresses common clinical challenges and highlights rapidly emerging evidence, with a strong 
focus on clinical management to support informed, evidence-based care.

Clinical scope
The clinical scope of the consensus statement was prepared by the Heart Foundation project team with direction 
and input from the Taskforce. The scope was reviewed, refined and signed off by the Taskforce.

The Taskforce agreed on the following 14 clinical scoping questions:

1. How should clinical obesity and overweight be defined and characterised to support accurate  
diagnosis and risk assessment for the Australian population?

2. What is the association between overweight or obesity and the risk of experiencing a CV event –  
in the primary and secondary prevention setting – in adults? 

3. In adults living with overweight or obesity, how do structured weight management interventions –  
compared to standard care or no intervention – impact CV outcomes?

4. What is the impact of overweight or obesity on the diagnosis, clinical management and outcomes for 
people living with or at high risk of CVD?

5. What are the unique clinical considerations for the management of obesity or overweight in people 
living with or at high risk of CVD?

6. In adults living with overweight or obesity and CVD or at high risk of CVD, what nutritional interventions 
support weight loss and improve CV outcomes or risk factors?  

7. In adults living with overweight or obesity and CVD or at high risk of CVD, what physical activity  
interventions (including type, time and intensity) support weight loss and improve CV outcomes or 
risk factors?

8. In adults living with overweight or obesity and CVD or at high risk of CVD, which pharmacological 
therapies are effective in achieving weight loss and improving CV outcomes and risk factors?

9. What is the impact of bariatric surgery (focusing on the common techniques in Australia) on CVD 
outcomes, morbidity and long-term or sustained improvements in complications of obesity?

10. In adults living with overweight or obesity from culturally and linguistically diverse communities, how 
do tailored or integrated management strategies improve CV outcomes, weight reduction and overall 
health outcomes? 
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Out of scope
The Taskforce agreed that the following areas were out of scope for the consensus statement:

•	 detailed advice for children and adolescents 

•	 very detailed recommendations on behaviour modifications (e.g. nutrition and physical activity)  

•	 detailed system/environment level factors (e.g. food supply chain, food availability, built environment)   

•	 detailed advice on eating disorders

•	 detailed advice on surgical procedures 

•	 detailed consideration of complementary medicines

•	 detailed or new economic analyses.

Evidence review and environmental scan
To address the clinical scoping questions identified above, a targeted evidence review and accompanying 
environmental scan were independently commissioned. Dr Shelley Keating from the University of Queensland 
undertook this work.

Unlike the Heart Foundation’s clinical guidelines, this consensus statement did not apply the Grading of 
Recommendations Assessment, Development and Evaluation (GRADE) methodology or involve undertaking new 
systematic reviews. It also did not seek to address broader policy, environmental or social issues. The statement 
does not intend to replace the forthcoming National Health and Medical Research Council’s Clinical Practice 
Guidelines for the Management of Overweight and Obesity for Adults, Adolescents and Children in Australia. 
Rather, the consensus statement complements them with more detailed guidance to address the specific clinical 
considerations in people living with overweight/obesity with established CVD, or at high risk of CVD. 

See supporting document Evidence Review and Environmental Scan: Clinical Management of Obesity and 
Overweight in the Context of Cardiovascular Health (2025)

11. In First Nations people living with overweight or obesity, how do tailored or integrated management 
strategies improve CV outcomes, weight reduction and overall health outcomes?

12. In adults living with overweight or obesity who have mental health conditions, how do tailored or 
integrated management strategies improve CV outcomes, weight reduction and overall health 
outcomes? 

13. In adults living with overweight or obesity from rural and remote communities, how do tailored or 
integrated management strategies improve CV outcomes, weight reduction and overall health 
outcomes? 

14. In adults living with overweight or obesity from low socioeconomic status, how do tailored or integrated 
management strategies improve CV outcomes, weight reduction and overall health outcomes?
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Developing the recommendations
The consensus statement was developed through a rigorous and transparent process, underpinned by published 
evidence and expert clinical judgment. The multidisciplinary membership of the Taskforce ensured a breadth of 
perspective and expertise. Clinical recommendations and/or narrative pieces were developed to address each of 
the clinical scoping questions.

Evidence-to-recommendation template
The evidence-to-recommendation template provides a structured framework for translating evidence into clinical 
advice. It includes dedicated sections where the following are documented:

•	 Recommendations and their strength of advice

•	 Rationale for the recommendations, narrative summary and practice points

•	 A brief summary of benefits and harms, weighing desirable and undesirable outcomes

•	 Certainty of evidence, including relevance and missing data

•	 Preferences and values, reflecting variability in an individual’s priorities

•	 Resources and other considerations, such as out-of-pocket costs, feasibility in the Australian context and 
accessibility across diverse communities

Strength of advice
To support the consistency and integrity of the recommendations, a structured framework for strength of advice 
was specifically developed to guide the evaluation of evidence and formulation of advice (Table 1). This 
framework was adapted from the European Society of Cardiology’s Scientific Documents Policy.1

Based on evidence quality and consensus among the Taskforce members, the strength of advice is both evidence-
based and practical. Generally, the more high-quality studies and robust research designs included in an analysis, 
the stronger its evidence rating. Systematic reviews, meta-analyses and randomised controlled trials typically 
represent the highest level of evidence due to their rigorous methodology and strong indications of effectiveness.2
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Table 1. Strength of advice hierarchy

A.	 Strong advice, based on robust published evidence* and supported by expert consensus.**  
High confidence that benefits clearly outweigh risks. Supported by consistent robust high-
quality evidence and expert consensus.

B.	 Moderate advice, based on some published evidence* and supported by expert consensus.** 
Benefits likely outweigh risks, but with some uncertainty. Evidence may not be as strong or 
expert opinion may not reach unanimous consensus.

C.	 May be appropriate, based on published evidence* and expert consensus.** 
Insufficient evidence in this area. Recommendation based primarily on expert consensus.

D.	 Area of uncertainty.  
Insufficient evidence or consensus to support a clear position. Clinical practice may vary in 
this area.

*   Systematic reviews, meta-analyses and randomised controlled trials constitute the highest level of evidence. Observational studies constitute 
     a lower level of evidence and are considered less robust. Case studies and grey literature constitute the lowest level of evidence.
** While formal voting thresholds were not specified, recommendations were retained only where there was strong majority support and no  
     substantive unresolved objections.
1   European Society of Cardiology. ESC Scientific Documents Policy. 2021. https://www.escardio.org/guidelines/scientific-documents/scientific- 
     document-policy/ 
2   Murad MH, Asi N, Alsawas M, Alahdab F. New evidence pyramid. BMJ Evid Based Med. 2016;21:125-127. doi: 10.1136/ebmed-2016-110401
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Drafting the consensus statement
The Heart Foundation project team brought together the evidence-to-recommendation templates signed off by 
each subgroup to draft the consensus statement. The first draft was reviewed and approved by the Taskforce prior 
to targeted public consultation.  

Following consultation, the consensus statement was updated and the final draft was approved by the Taskforce. 

Targeted consultation
Targeted public consultation was conducted between 16 February and 9 March 2026, to seek feedback on the 
draft consensus statement prior to finalisation. The draft was circulated to a targeted group of stakeholders, 
including experts in cardiology, endocrinology and diabetology, bariatric surgery, general practice, First Nations 
health, epidemiology, nutrition and dietetics, exercise physiology, physiotherapy, pharmacy, public health 
and research, as well as representatives from peak health bodies, government and consumer peak bodies. 
Consultation was conducted within a defined scope, focusing on the clarity, balance, and clinical applicability of 
the draft.  

A total of 833 individual pieces of feedback were received via an online form from 34 organisations and 13 
individual contributors. All feedback was initially reviewed by the project team to determine whether it was in or out 
of scope. For feedback that was considered in scope, the project team determined whether it should be accepted, 
accepted with amendment, escalated to the Taskforce, noted, considered for implementation or rejected (giving 
rationale). This process was guided by the Taskforce Co-Chairs and broader Taskforce at regular meetings. 
Feedback considered outside the agreed scope was noted but not incorporated. Key changes to the statement 
resulting from targeted consultation were deliberated by the Taskforce, and the final document was approved 
following incorporation of feedback. 

Summary of consultation feedback
Overall support and value of the statement
Respondents broadly welcomed the development of a national, evidence‑informed consensus statement 
addressing the intersection of obesity and CVD. Many described the document as comprehensive, timely, and 
clinically valuable, particularly its recognition of obesity as a complex, chronic condition and its emphasis on 
multidisciplinary care, equity considerations, and weight stigma. 

General feedback
Overall, consultation feedback was highly engaged and constructive, with strong support for the statement’s intent 
and scope. Suggested revisions largely focused on improving balance, clarity, equity, and real‑world applicability, 
while preserving the evidence‑informed, consensus‑based foundation of the document.

Defining overweight and obesity
Feedback suggested:

•	 stronger positioning of waist‑based measures and metabolic markers

•	 clearer articulation of obesity as a chronic disease rather than solely a risk factor.
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Weight stigma and high-priority populations
Feedback suggested:

•	 the inclusion of weight stigma, but recommended strengthening access and equity considerations, as well as 
practical guidance for healthcare professionals

•	 the inclusion of high‑priority populations, with requests for more detailed guidance on practical implementation 
and the inclusion of women-specific information.

Nutrition
Feedback suggested:

•	 the need for additional information to address the specific nutritional considerations for people taking obesity 
management pharmacotherapy and post metabolic bariatric surgery, including protein adequacy and lean 
mass preservation for people during weight loss

•	 the inclusion of information on other dietary approaches (e.g. carbohydrate‑reduced approaches for people 
with metabolic dysfunction)

•	 stronger recognition of the central role of Accredited Practising Dietitians within multidisciplinary care.

Physical activity
Key themes from the feedback included:

•	 the need to acknowledge potential barriers to physical activity, including obesity‑related pain, disability, 
deconditioning, and stigma 

•	 request for the inclusion of guidance for the specific physical activity requirements for people on 
incretin-based therapies to preserve lean muscle mass

•	 the need to strengthen the reference to physiotherapists, exercise physiologists, and allied healthcare 
professionals in assessment, rehabilitation, and safe progression of activity, particularly for people with CVD and 
complex comorbidity.

Pharmacotherapy
Common themes included:

•	 avoiding class‑based language where evidence is agent‑specific

•	 clarifying recommendations to better align with trial populations, dosages and outcomes

•	 greater transparency around access, cost, Pharmaceutical Benefits Scheme status, and real‑world adherence

•	 need to address lean muscle mass loss, nutritional risk, and weight regain following treatment discontinuation, 
with informed consent and ongoing monitoring emphasised

•	 stronger safety and monitoring guidance.

Metabolic bariatric surgery
Key feedback included:

•	 the importance of clearly articulating the rationale underpinning eligibility thresholds for metabolic bariatric 
surgery

•	 opportunities to further emphasise multidisciplinary care and the role of lifelong follow‑up

•	 the value of including tailored dietary information for people who have undergone metabolic bariatric surgery

•	 the importance of describing care pathways, supporting timely referral, and ensuring language and evidence 
presentation are contemporary and aligned with best practice.
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Conflicts of interest

The Heart Foundation and members of the Taskforce acknowledge the importance of both transparency and 
appropriate management of conflicts of interest.

Conflicting interests were considered within a framework of both: 

i.	 the relationship (direct or indirect) of the participating individual to any third party with interest in the topic 
under consideration during the development process of the consensus statement

ii.	 the nature (financial and non-financial) of the potential conflict.

Conflicting interests among the subgroups required appropriate management to ensure clinical 
recommendations were not compromised. Processes employed by the Heart Foundation project team aimed  
to ensure the integrity of the Taskforce and to strike an appropriate balance between the existence of interests  
in a topic under review and the expertise required to make sound and meaningful recommendations.

All conflict-of-interest declarations were regularly reviewed by the project team (Table 2). 

Conflicts of interests were managed in the following ways:

•	 All Taskforce members were required to disclose potential conflicts of interest at the commencement 
of membership, and to update the Taskforce and their subgroups during the project if there were any 
changes to this declaration.

•	 Conflict of interest declarations were revisited at each Taskforce and subgroup meeting to ensure new 
disclosures were recorded and considered.

•	 In circumstances where a conflict of interest was identified and deemed significant, it was managed 
by ensuring that the member had limited involvement in the deliberation of the evidence (with the 
possibility of bias noted), or in discussions on the wording, structure, intent or formulation of the clinical 
recommendation relevant to disclosure of a conflict.
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benefit 
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No benefit but position held, or investment 
in an activity that does not provide cash 
incentive

Louise Baur Taskforce  
member,  
Public 
health  
professional

N Y Low level benefit
Speaker fees (non-personal): Speakers bureau, Lilly; Speakers 
bureau, Novo Nordisk (funds directed to institutional cost centre). 
Commissioning/funding research (non-personal): Australian PI of 
ACTION Teens Study (Novo Nordisk sponsored; conducted in 2021).

Holding office (personal): Past-President, 
World Obesity Federation (2024–2026).

Harsha  
Chandraratna

Taskforce  
member,  
Bariatric  
surgeon

N Y Low level benefit
Speaker fees (personal): Paid lecture fees.

Travel, accommodation and conference registration (personal): 
Provided in connection with attendance at overseas meetings.

N

Clara Chow Taskforce  
member,  
Cardiologist

Y Y High level benefit
Professor of Medicine, Academic Director (WARC, USyd),  
Cardiologist – Westmead Hospital

Low level benefit
Membership of Advisory Boards (personal): WSLHD Board; Heart 
Foundation Board. Speaker fees (personal): previously received 
speakers’ fees including Novartis; Limbic; Eli Lilly; Novo Nordisk; 
Amgen.  
Expenses/hospitality: Novartis; Limbic; Eli Lilly; Novo Nordisk; 
Amgen (conference and advisory meeting attendance abroad). 
Commissioning/funding research: NHMRC Investigator grant 
recipient; investigator on MRFF/NHMRC grants; previously received 
grants from NSW Health; Australian Digital Health Agency; Google. 
Other support (non-personal): The George Institute patent 
applications for low fixed-dose combination products (no direct 
financial interests).

Clare Collins Taskforce  
member,  
Nutrition 
and 
dietetics

N Y Low level benefit
Member of Research Advisory Committee, Health and Well-being 
Queensland (personal) and co-investigator on a co-funded pilot 
study with University of Newcastle and Honeysuckle Health testing 
addition of telehealth Medical Nutrition Therapy to Healthy Weight 
For Life telehealth coaching (non-personal).

Amgen-sponsored meeting travel support.

Opinions informed by personal 
evaluation of research studies and role 
as a researcher and clinician (Accredited 
Practising Dietitian) and commonly 
conveyed via the media. Host of a podcast 
Nutrition Science Bites and leader of the No 
Money No Time website. ​
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Paresh Dawda Taskforce 
member, GP

Y Y High level benefit
Directorship/work (personal): Director in Prestantia Health 
(healthcare consultancy services); Director at Next 
Practice Canberra Pty Ltd (general practice).

Low level benefit
Speaker fees (personal): BMJ IHI Quality Forum conference 
organising committee – complimentary access

Sandra Eades Taskforce 
member, 
Public health 
professional

N N N/A N

Elif Ekinci Taskforce 
member, 
Co-Chair & 
Endocrinologist/
diabetologist

N Y Low level benefit 

Membership of advisory boards (institutional): Eli Lilly; 
Boehringer Ingelheim; Novo Nordisk (advisory board fees 
paid to institution for diabetes research).
Membership of advisory boards (institutional): CSL (fees 
donated to the university; no personal remuneration).
Other: Novo Nordisk provided direct payment in 
circumstances where payment to the institution was not 
possible.

N

Samantha 
Hocking

Taskforce 
member, 
Endocrinologist/
diabetologist

N Y Low level benefit
(Personal): Lilly; Seqirus; Novo Nordisk. Commissioning/
funding of research (non-personal): Amgen; Astra Zeneca; 
Lilly; Novo Nordisk; Pfizer; Harmony Biosciences; Impact 
Obesity; Endogenex; Spruce Biosciences.

Eli Lilly advisory board regarding SURPASS CVOT.

Holding office (non-personal): President NACOS; 
Member of Council ANZOS

Garry Jennings Taskforce 
member, 
Co-chair & 
Cardiologist

N N N/A Trustee & Director Baker Foundation; Honorary 
Professor University of Sydney; Honorary Professor 
Monash University; Honorary Cardiologist Alfred 
Health; Life Governor & Cardiologist Baker Heart 
& Diabetes institute; Board Member Global 
Cardiovascular Research Funders Forum; AHA 
Journal Associate Editor Hypertension; Board 
Member Hypertension Australia

94  |  Obesity and cardiovascular disease: A clinical consensus statement (2026)  



Taskforce 
member
name

Involvement  
in project

High level 
benefit 
(Y/N)?

Low level 
benefit 
(Y/N)?

If yes, details
No benefit but position held, or  
investment in an activity that does 
not provide cash incentive

Ray Kelly Taskforce member, 
Exercise  
physiologist

N N N/A

Mark  
Mellor

Taskforce  
member, GP

Y Y High level benefit
Founder and clinical lead of Perth Weight Clinic. Clinical lead 
Cardiometabolic services, WA.
Low level benefit
Membership of advisory boards (personal): Novo Nordisk; Eli Lilly.
Speaker fees (personal): Novo Nordisk; Eli Lilly (including presentations 
relating to semaglutide (Wegovy) and tirzepatide).
Expenses/hospitality (personal): Novo Nordisk; Eli Lilly.
Steering committee membership: Boehringer Ingelheim (general 
practitioner education).
Other: Online media sponsored by Nestlé; webinar funded by the WA 
Primary Health Alliance.

Holding office (personal): WA lead 
RACGP obesity specific interest group 
(2022 appointed); Chair of advocacy 
panel for equitable access to funded 
treatment for people with obesity 
(Mar 2025 on). Clinical lead Perth 
Weight Clinic and Cardiometabolic 
services.

Tammy  
Merton

Taskforce member, 
Lived experience 
representative

N N N/A

Adam  
Nelson

Taskforce member, 
Cardiologist

N Y Low level benefit
Membership of Advisory Boards (personal): Astra Zeneca; Boehringer 
Ingelheim; Eli Lilly; GSK; Novartis; Novo Nordisk; Pfizer. Speaker fees 
(personal): Amgen; Astra Zeneca; Boehringer Ingelheim; CSL; Eli Lilly; GSK; 
Novartis; Novo Nordisk. Expenses/hospitality (personal): Eli Lilly; Novo 
Nordisk. Commissioning/funding of research (non-personal): Amgen; 
Boehringer Ingelheim; Eli Lilly.

Additional notes
Current grant: AMGEN – GOAL ASIA implementation trial (AUD $1.2 million).

Rajesh  
Puranik

Taskforce member, 
Cardiologist

N Y Low level benefit
Speaker fees (personal): Astra Zeneca meeting, Dec 2023 ($1852.50).

Holding office: Board member,  
CSANZ.

Jonathan 
Shaw

Taskforce member, 
Endocrinologist/
diabetologist

N Y Low level benefit 
Membership of Advisory Boards of Novo Nordisk, Eli Lilly, Sanofi and  
Astra Zeneca. Speaker fees for Eli Lilly; Roche; Astra Zeneca; Novo Nordisk;  
Boehringer Ingelheim; GSK.

Vice President of the Australian 
Diabetes Society (personal)
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Terri-Lynne 
South

Taskforce
member, GP

Y Y High level benefit
Director of Lifestyle Metabolic - a private clinic treating clients with obesity 
and associated conditions (2022 on).

Low level benefit
Speaker fees (personal): Novo Nordisk; Eli Lilly; iNOVA; Nestlé.

Advisory boards (personal): Novo Nordisk; Eli Lilly; Boehringer Ingelheim.

Travel, accommodation and conference registration (personal):  
Novo Nordisk.

Commissioning/funding of research: Nestlé.

Educational grant: Impact Obesity.

Advisory role: Impact Obesity.

Holding office (personal):

•	Chair RACGP obesity specific 
interest group (2022 appointed)

•	Advisor TOC (The Obesity Collective) 
2022 onwards

•	Committee member NACOS 
(National Association Clinical 
Obesity Services) 2022 onwards

•	Member of advocacy panel 
for equitable access to funded 
treatment for people with obesity 
(Mar 2025 on)

•	Advisor: Impact Obesity 2022 
onwards

Irene  
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Taskforce member, 
Pharmacist/
pharmacologist 

N N N/A N

Alison 
Venn

Taskforce member, 
Epidemiologist

N N N/A Past and ongoing research roles 
as an epidemiologist investigating 
relationships between obesity and 
cardiovascular disease risk, and the 
health service use and outcomes of 
bariatric surgery.  Currently Adjunct 
Professor at the Menzies Institute 
for Medical Research, University 
of Tasmania and formerly Institute 
Director (2016-22). Menzies receives 
funding from the Heart Foundation. 
Member of the Heart Foundation 
Tasmania Advisory Board (2025). 

Andrew  
Wilson

Taskforce member, 
Lived experience 
representative

N N N/A Obesity Australia Board Member 
(three years tenure - non financial) 
and Impact Obesity Advisory Group 
(nearly two years - non-financial).

96  |  Obesity and cardiovascular disease: A clinical consensus statement (2026)  



Taskforce 
member
name

Involvement  
in project

High level 
benefit 
(Y/N)?

Low 
level 
benefit 
(Y/N)?

If yes, details
No benefit but position held, or investment 
in an activity that does not provide cash 
incentive

Andrew  
Wilson

Taskforce member, 
Public health 
professional

N N N/A Member, NSW Health Expert Advisory Group on 
Type 2 Diabetes Prevention.

Chair, Health Technology Assessment (HTA) 
Review Implementation Advisory Group, 
Commonwealth Department of Health (no 
direct relationship to obesity treatment or CVD 
prevention).

Chair, Pharmaceutical Benefits Advisory 
Committee (PBAC), including meetings with 
pharmaceutical companies marketing obesity 
medicines (e.g. Novo Nordisk, Eli Lilly); no benefits 
received.

Chief Investigator / Co‑author, NHMRC Medicines 
Intelligence CRE, including authorship of 
a manuscript under review on the use of 
weight‑reduction pharmacotherapies in Australia.

Lead Investigator, NHMRC Prevention Partnership 
Centre, involving research on obesity and 
prevention, jointly funded by NHMRC and 
government agencies (no industry involvement).

Current grant holder, MRFF‑funded research on 
ethnicity and cardiovascular disease (no industry 
funding; not focused on obesity).

Other grant involvement, NHMRC‑ and Heart 
Foundation‑funded projects on the prevention of 
cardiovascular disease (no industry sponsorship).

Anna  
Wood

Taskforce member, 
Endocrinologist/
diabetologist

N N N/A N/A

Sophia  
Zoungas

Taskforce member, 
Endocrinologist/
diabetologist

N Y Low level benefit

Speaker fees for sponsored educational events (non-personal): 
payment to institution. Expenses/hospitality for meetings/
conferences (non-personal): payment to institution.

N/A
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Appendix 4 
Mental health  
and eating  
disorder validated 
assessment tools

Tool Items/format Purpose/notes

Depression

PHQ9 9 items
Screens and monitors severity of depression; widely 
validated in primary care.

DASS21 21 items (3 subscales)
Measures depression, anxiety and stress; brief and 
validated.

K10 10 items
Assesses psychological distress; recommended in  
Australian GP settings.

WHO5 5 items
Short wellbeing index; useful for monitoring emotional 
wellbeing.

Anxiety

GAD7 7 items
Screens for generalised anxiety disorder; validated for 
primary care.

DASS21  
(Anxiety subscale)

7 items
Measures anxiety symptoms alongside depression and 
stress.

K10 10 items Captures general distress including anxiety.

Eating disorders

SCOFF 5 items
Rapid screening for eating disorders; widely used in 
GP settings.

BEDS7 7 items Screens for binge eating disorder.

InsideOut Screener Variable
Australian developed tool for eating disorder risk 
assessment.

Eating disorder  
tool finder

https://hub.eatingdisordersresearch.org.au/tools 

Neurodivergence

ASRS (Adult attention 
deficit hyperactivity 
disorder Self Report 
Scale)

18 items (short form 
available)

Screens for ADHD in adults; validated for primary care.

AQ10 10 items Brief screening for autism spectrum traits; recommended.
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