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CARDIOVASCULAR DISEASE (CVD) is the leading cause of death in Australians, 
yet important sex-specific differences exist.1 For women, risk accelerates in 
the fifth decade of life, 7–10 years later than in men, which coincides with the 
menopause transition.2,3 

Accumulating evidence links oestrogen deficiency with adverse 
cardiometabolic and vascular changes, including lipid derangement, 
fat redistribution, increased blood pressure, insulin resistance and vascular 
dysfunction.3 For general practitioners (GPs), midlife consultations provide 
a critical opportunity to identify at-risk women and implement preventive 
strategies, improving long-term cardiovascular outcomes.

During this period, GPs are often tasked with managing bothersome 
vasomotor symptoms and guiding shared decision making surrounding 
menopausal hormone therapy (MHT). This can be challenging, particularly 
given the enduring fears from the 2002 Women’s Health Initiative (WHI) study 
reporting cardiovascular and breast cancer risks, despite subsequent analyses 
demonstrating MHT’s safety and benefit in appropriately selected women.4 
Clear, evidence-based and sex-specific guidance is crucial to support GPs in 
optimising women’s cardiovascular health across the menopause transition.

Aim
This article explores the complex relationship between menopause and CVD. 
It summarises current evidence on the impact of MHT on cardiovascular risk 
and outlines strategies for risk assessment and prevention in primary care, 
recognising the pivotal role GPs have in empowering women and supporting 
their cardiovascular health.

Menopause and cardiovascular physiology
Menopause is a complex physiological transition with various manifestations 
among midlife women and corresponding implications for cardiovascular risk 
(Table 1). When compared with the mean age of natural menopause (51 years), 
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women who experience premature 
menopause (age <40 years) carry a 
55% higher risk of CVD, whereas those with 
early menopause (age 40–44 years) face 
a 30% increased risk.5 Current modelling 
demonstrates a 3% rise in incident CVD 
for each year menopause occurs earlier, 
reflecting the loss of endogenous oestrogen’s 
cardioprotective effects.6 This elevated 
risk encompasses multiple cardiovascular 
outcomes, including coronary artery 
disease (CAD), heart failure (HF) and atrial 
fibrillation (AF), and is associated with a 
19% increase in CVD mortality.7–9

Surgical menopause incurs an even greater 
CVD risk, especially when performed earlier, 
with a 5% increase in incident CVD for each 
1-year decrease in age of menopause.6 Early 
initiation of MHT to replace oestrogen until 
the mean age of natural menopause mitigates 
many of these adverse outcomes, highlighting 

the importance of timely diagnosis and 
management of early, premature and surgical 
menopause in general practice.3,4,9

Vasomotor symptoms, affecting up to 
80% of midlife women, are associated 
with sympathetic overactivity and an 
unfavourable cardiometabolic profile, with 
substantial increases in subclinical CVD 
and coronary heart disease (CHD) events.2,3 
Risk rises with frequent and persistent 
symptoms, as outlined in Table 1.10 
Other menopausal features, including sleep 
disturbance and depression, are similarly 
linked to adverse cardiovascular biomarkers 
and outcomes.3

The physiological processes responsible 
for the acceleration of CVD during the 
menopause transition are multifactorial, 
as summarised in Table 2. Menopause 
drives an adverse lipid profile shift 
whereby total cholesterol and low-density 

lipoprotein cholesterol (LDL-C) increases 
and the protective anti-atherogenic effect 
of high-density lipoprotein cholesterol 
(HDL-C) weakens.2,3 Although overall 
midlife weight gain is largely age related, 
menopause promotes central and visceral fat 
redistribution, corresponding to subclinical 
atherosclerosis and likely contributing 
to increased sleep apnoea and metabolic 
syndrome prevalence.3,11–13

Oestrogen deficiency accelerates 
vascular ageing, characterised by 
endothelial dysfunction, arterial stiffening, 
atherosclerosis progression and coronary 
microvascular dysfunction.2,3,14 Menopause 
is also associated with adverse cardiac 
remodelling, including increased pericardial 
fat deposition, left ventricular hypertrophy 
and diastolic dysfunction.3,15 Both cardiac 
remodelling and coronary microvascular 
dysfunction are hypothesised to contribute 

Table 1. Menopause features and associated cardiovascular risk

Feature Cardiovascular disease (CVD) risk Clinical takeaway for general practitioners

Primary ovarian 
insufficiency 
(POI, aged <40 years) 
and early menopause 
(EM, aged <45 years)

↑ CVD in a dose-dependent pattern graded by age at 
natural menopause (POI: ↑ 55%, EM: ↑ 30%)5,6

Includes: ↑ coronary artery disease (CAD), atrial 
fibrillation (AF), heart failure (HF), aortic stenosis, 
venous thromboembolism (VTE) and ischaemic stroke8,9

Consider timing of menopause as a ‘risk-enhancing’ factor 
in Australian CVD risk (AusCVDRisk) calculation, helping to 
guide decision making, particularly for women at borderline 
or intermediate risk 23

Encourage lifestyle optimisation and recommend 
menopausal hormone therapy (MHT) until mean age of 
natural menopause, in the absence of contraindications

Surgical menopause ↑ CVD in a dose-dependent pattern graded by age at 
surgery (35–39 yrs: ↑ 91%; <35 yrs: ↑ 155%)6

Includes: ↑ mitral regurgitation, VTE, HF and CAD9

Inform women considering elective bilateral oophorectomy 
of the increased CVD risk and incorporate this into the 
risk– benefit discussion

After surgery, discuss MHT if there are no contraindications, 
especially in the case of early surgical menopause, 
and reinforce primary prevention strategies

Vasomotor symptoms 
(VMS)

↑ CVD events, especially with more frequent symptoms 
(≥6 days/2 weeks: ↑ 51%) and persistent symptoms 
(>33% of up to 16 attended visits over 22 years, 
corresponding to roughly 6 years of frequent VMS: ↑ 77%)10

↑ Autonomic dysfunction, lipid derangement, insulin 
resistance, hypertension and coronary artery calcification2,3

Address symptom burden: MHT is the most effective 
treatment; alternative nonhormone options include 
cognitive behavioural therapy (CBT), weight loss or other 
medications (including selective serotonin reuptake 
inhibitors, gabapentin, fezolinetant, oxybutynin)21

Calculate AusCVDRisk22

Menopause- associated 
depression and anxiety 

↑ Major depressive episodes and anxiety symptoms during 
the menopause transition3

Depression is associated with subclinical CVD (↑ coronary 
artery calcium scores) and is an independent predictor of 
both CVD and all-cause mortality3

Screen, consider pharmacotherapy if symptoms fail 
to improve with MHT and behavioural modification, 
and consider referral for CBT or psychotherapy

There is some evidence that MHT has antidepressant 
effects in perimenopausal women2

Sleep disturbance ↑ Metabolic syndrome and vascular dysfunction 
(carotid plaque, aortic calcification and arterial stiffness)3

Screen for sleep quality and sleep apnoea, address 
modifiable risk factors, counsel on sleep hygiene and 
lifestyle modifications, treat vasomotor symptoms if 
contributing, and recommend evidence-based management 
for insomnia such as CBT for insomnia (CBT-i)38
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to the higher prevalence of heart failure 
with preserved ejection fraction (HFpEF) in 
postmenopausal women.14,15

Hypertension, the leading modifiable 
cardiovascular risk factor, is more 
prevalent in postmenopausal women, 
although it is not consistently linked with 
menopause itself.2,3 Insulin resistance 
accelerates during and after menopause, 
with earlier menopause and severe 
vasomotor symptoms identified as 
sex-specific risk factors for progression to 
type 2 diabetes mellitus (T2DM).16–18

Prevention and risk reduction
Lifestyle habits often deteriorate during 
the menopause transition, contributing to 
increased CVD risk. Oestrogen deficiency 
is linked to several barriers to healthy 
behaviours, including bothersome vasomotor 
symptoms, hyperphagia, depression and 
disrupted sleep, which can reduce physical 
activity and overall energy expenditure.2

Research indicates that 82% of CHD 
events in women could be avoided 

through lifestyle modification, including 
smoking cessation, healthy eating, regular 
exercise and moderation of alcohol 
consumption.19 Strong adherence to 
these healthy behaviours has been shown 
to reduce CVD risk by 23% among all 
women and 52% in premature menopause, 
and weight loss is an evidence-based 
recommendation for the management of 
vasomotor symptoms.20,21 Although smoking 
abstinence demonstrates the strongest 
inverse association, dietary and exercise 
interventions also slow the progression 
of dyslipidaemia, weight gain, glucose 
intolerance and subclinical atherosclerosis, 
with the potential to reverse components of 
metabolic syndrome during midlife.3

Routine CVD screening in midlife women 
is recommended (Table 3). In general 
practice, Medicare Benefit Schedule (MBS) 
item 699 (Heart Health Check) and item 
695 (Menopause Health Assessment) can 
facilitate thorough assessment and risk 
mitigation counselling. 

The Australian CVD risk (AusCVDRisk) 
calculator estimates 5-year cardiovascular 

risk and guides initiation of lipid-modifying 
and blood pressure–lowering therapies for 
primary prevention without incorporating 
sex-specific factors.22 The American Heart 
Association recommends taking into account 
female ‘risk-enhancing factors’, including 
premature menopause, pre-eclampsia, 
preterm delivery, chronic inflammatory 
diseases (rheumatoid arthritis, lupus) or 
female family history of atherosclerotic 
CVD under the age of 65 years. These 
factors can further risk stratify and help 
guide investigations or interventions, 
such as a coronary artery calcium scoring 
or medication initiation, particularly in 
those with borderline or intermediate 
estimated risk.23

Menopausal hormone therapy
The relationship between MHT and CVD 
is complex. Historically, MHT was widely 
prescribed for CVD prevention until the 2002 
WHI trial reported adverse cardiovascular 
events and increased all-cause mortality, 
prompting a sharp decline in uptake.4

Table 2. Cardiometabolic and vascular changes across the menopause transition

Cardiometabolic and 
vascular changes Key physiological changes across menopause

Dyslipidaemia ↑ Total cholesterol, low-density lipoprotein cholesterol (LDL-C) and apolipoprotein B markedly within the 1 year before 
and after the final menstrual period (FMP)3

↓ High-density lipoprotein cholesterol (HDL-C) antiatherogenic function, with increased HDL-C associated with greater 
atherosclerosis progression after menopause3

Fat redistribution ↑ Central adiposity across the menopause transition, associated with subclinical atherosclerosis (visceral adipose 
tissue increased by 8.2% annually within 2 years preceding and 5.8% annually after the FMP, with no significant 
change prior)11

Sleep apnoea ↑ Obstructive sleep apnoea prevalence (21% premenopausal to 47% post menopause)12

Metabolic syndrome ↑ Cluster of insulin resistance, abdominal obesity and dyslipidaemia (↑ 254% post vs prior to menopause)13

Vascular dysfunction ↑ Atherosclerosis progression rates and arterial stiffness (↑ 7.5% within 1 year of the FMP)3

↑ Coronary microvascular dysfunction, rendering postmenopausal women more susceptible to heart failure with 
preserved ejection fraction (HFpEF)14

Cardiac remodelling ↑ Pericardial fat, serving as an independent predictor for cardiovascular disease3

↑ Left ventricular and atrial remodelling and diastolic dysfunction, contributing to increased HFpEF15

Hypertension ↑ Blood pressure resulting in higher hypertension prevalence when compared with age-matched men aged >65 years2,3

Shift towards sympathetic autonomic predominance39

Insulin resistance ↑ Impaired glucose tolerance by 6% per year after menopause16

Type 2 diabetes mellitus sex-specific risk factors include earlier menopause (early menopause: ↑ 12%; primary ovarian 
insufficiency: ↑ 53%)17 and vasomotor symptoms (any: ↑ 18%; severe: ↑ 48%)18
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Table 3. General practitioner recommendations for optimising cardiovascular health and preventing diseaseA

Risk factor Assessment and screening Targets and recommendations

Physical activity Assess physical activity (frequency, duration 
and intensity) and sedentary behaviour every 
2 years

•	 Aim for regular, sustainable physical activity, ideally ≥2.5 hours of 
moderate- intensity or ≥1.25 hours of vigorous aerobic exercise weekly (or an 
equivalent combination)

Weight Opportunistically and sensitively calculate 
body mass index (BMI) and measure 
waist circumference in adults who are not 
pregnant and do not have an eating disorder, 
maintaining awareness of weight stigma

•	 Recommend lifestyle modification
•	 Target BMI <25 kg/m2 (European), <23 kg/m2 (Asian, Middle Eastern, 

Black African or African Caribbean)
•	 Target waist circumference: females <80 cm

Diet Opportunistically assess diet including fruit, 
vegetable, fat and salt intake

•	 Follow the Australian Dietary Guidelines: plenty of vegetables, fruit and 
wholegrains; a variety of protein-rich foods; unflavoured dairy; and healthy fats/ oils

•	 Limit saturated fat, added salt and added sugars

Smoking Opportunistically assess smoking status, 
amount, dependence and readiness to quit

•	 Recommend cessation

•	 Offer behavioural intervention referral combined with approved 
pharmacotherapy where clinically indicated

Alcohol Screen every 2 years for unhealthy 
alcohol use

•	 Limit intake to ≤10 standard drinks per week and ≤4 on any one occasion
•	 Provide behavioural counselling interventions for risky or hazardous use

Dyslipidaemia Measure lipids and apply Australian CVD 
risk (AusCVDRisk) calculator in all patients 
aged 45–79 years (aged 35–79 years if 
living with diabetes, aged 30–79 years for 
Aboriginal and Torres Strait Islander people). 
Repeat 5-yearly if low risk or 2-yearly if 
higher risk/near thresholds, unless risk 
factors worsen. Consider coronary artery 
calcium score if treatment decisions remain 
uncertain.22

•	 Recommend lifestyle modification
•	 Initiate lipid-modifying therapy according to AusCVDRisk.41

•	 Recommended low-density lipoprotein cholesterol (LDL-C) targets:42

	– <2 mmol/L for primary prevention 
	– <1.8 mmol/L for secondary prevention, although some recent international 

guidelines recommend a lower LDL-C target (<1.4 mmol/L) in the secondary 
prevention setting

•	 Aim for ≥50% LDL-C reduction in secondary prevention and ≥35% reduction in 
primary prevention41

•	 Statins are the first-line treatment; use additional agents if LDL-C targets are 
not met

Hypertension Opportunistically measure blood 
pressure (BP) in all adults, consider 
secondary causes and white coat 
hypertension, and perform ambulatory 
measurement as appropriate

•	 Recommend lifestyle modification
•	 Individualise treatment targets on the basis of comorbidities; aim for 

BP ≤130/85 mmHg in patients at normal risk43

•	 Initiate stepwise antihypertensive pharmacotherapy for primary prevention 
according to AusCVDRisk recommendations22

Diabetes General population: use Australian Type 2 
Diabetes Risk (AUSDRISK) tool every 
3 years if aged >40 years without risk factors
High risk: perform fasting blood 
glucose (FBG) or HbA1c every 3 years 
(or every 12 months if previous impaired 
glucose tolerance or for Aboriginal or Torres 
Strait Islander people)
Perform oral glucose tolerance test if 
results equivocal

•	 Recommend lifestyle modification
•	 Initiate stepwise pharmacotherapy if glycaemic targets are not met after 

3 months (metformin used as first-line therapy)
•	 Target HbA1c ≤7%, FBG 4–7 mmol/L and 2-hour postprandial blood sugar level 

5–10 mmol/L, without hypoglycaemic episodes, for most non-pregnant adults44

•	 More stringently target HbA1c ≤6.5% for people with short disease duration, 
long life expectancy and no significant CVD44

•	 Screen for complications

Obstructive 
sleep apnoea 
(OSA)

Screen symptomatic individuals (eg daytime 
sleepiness, disrupted sleep) and high- risk 
groups (eg male, aged >50 years, 
postmenopausal women, overweight, 
excessive alcohol intake, smoking) using a 
sleep questionnaire (eg Epworth Sleepiness 
Scale, OSA50, STOP-Bang Questionnaire), 
confirm with diagnostic sleep study and 
refer to sleep specialist as required45

•	 Recommend lifestyle modification (weight loss and alcohol reduction)
•	 Initiate continuous positive airway pressure therapy for symptomatic 

moderate- to-severe OSA or mild OSA with significant hypoxaemia and/or 
excessive daytime sleepiness45

•	 Consider alternative therapies, including positional therapy or mandibular 
advancement splints in mild or moderate cases, or surgery if indicated45

•	 Assess driving safety and advise as per Austroads guidelines and screen 
for complications

A Recommendations are based on The Royal Australian College of General Practitioners’ Guidelines for preventive activities in general practice (Red Book),40 unless 
otherwise specified.
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Timing of commencement
Commencing MHT aged <60 years or 
<10 years since menopause onset
Retrospective age-stratified analysis of the 
WHI data gave rise to the timing hypothesis: 
initiation of MHT in women within 10 years 
of the final menstrual period (FMP) or under 
60 years of age does not lead to increased 
cardiovascular risk.24

This concept has since been supported 
by landmark trials including the Danish 
Osteoporosis Prevention Study, Early Versus 
Late Intervention Trial With Estradiol, and 
Kronos Early Estrogen Prevention Study.4 
As summarised in a 2015 Cochrane review, 
initiation of oral MHT (oestrogen, with or 
without progestogen) within 10 years of 
menopause onset lowers overall mortality 
by 30% and coronary artery disease 
by roughly half without significantly 
increasing stroke risk.25 However, venous 
thromboembolism (VTE) risk remains 
elevated (Table 4).

Commencing MHT aged >60 years or 
>10 years after menopause onset
In contrast, initiating oral MHT more than 
10 years after menopause onset carries an 
increased risk of stroke and VTE. However, 
the 2015 Cochrane review and 2019 and 
2020 meta-analyses demonstrated a null 
effect on all-cause mortality and CHD.25–27 

Although there is a paucity of randomised 
controlled trials, observational studies have 
consistently shown lower VTE risk with 
transdermal formulations.3,4 Transdermal 
oestrogen might also lower stroke risk, 
although more evidence is required.28

Relationship with cardiovascular 
disease
Coronary heart disease
Oestrogen may exert plaque-destabilising 
effects in the context of advanced 
atherosclerosis.4 Hence, established 
coronary or peripheral artery disease is 
generally considered a contraindication for 
MHT.4 Ideally, comorbid conditions such as 

hypertension, diabetes and hyperlipidaemia 
should be controlled before initiation, and 
transdermal formulations are preferred in 
such cases.4

However, balancing multiple 
cardiovascular risk factors in the absence 
of established disease can be challenging in 
women experiencing bothersome symptoms. 
A risk stratification tool has been developed 
to guide MHT use in women at low (<5%), 
intermediate (5–10%) or high (≥10%) 
CVD risk based on the American 10-year 
Atherosclerotic Cardiovascular Disease 
(ASCVD) calculator.4 The AusCVDRisk 
calculator could be used similarly to support 
decision making (Table 5).22

Venous thromboembolism
A personal history of VTE is considered a 
contraindication for oral MHT on the basis 
of the multitude of studies demonstrating 
increased thromboembolic risk.9,29 Women 
experiencing significant bothersome 
symptoms with a history of provoked VTE 

Table 4. Summary of findings from 2015 Cochrane review25

Commencing oral MHT aged <60 years or 
<10 years since menopause onset

Commencing oral MHT aged >60 years or 
>10 years after menopause onset

Death (all causes) RR 0.70 (95% CI: 0.52–0.95) RR 1.06 (95% CI: 0.95–1.18)

Coronary heart disease (death from cardiovascular 
causes and non-fatal myocardial infarction)

RR 0.52 (95% CI: 0.29–0.96) RR 1.07 (95% CI: 0.96–1.20)

Stroke RR 1.37 (95% CI: 0.80–2.34) RR 1.21 (95% CI: 1.06–1.38)

Venous thromboembolism RR 1.74 (95% CI: 1.11–2.73) RR 1.96 (95% CI: 1.37–2.80)

CI, confidence interval; MHT, menopausal hormone therapy; RR, risk ratio. 

Table 5. Menopausal hormone therapy (MHT) decision-making tool using the Australian cardiovascular disease risk 
(AusCVDRisk) score and years since menopause onset4,22

AusCVDRisk score <10 years since menopause onset ≥10 years since menopause onset 

Low (<5%) MHT appropriate Consider alternatives

MHT acceptable with individualised shared decision making

Intermediate (5–10%) MHT acceptable

Preference transdermal formulations in the presence of 
cardiovascular or thromboembolic risk factors (including 
diabetes, hypertension, hyperlipidaemia, obesity, 
metabolic syndrome)

Consider alternatives

Persistent severe vasomotor symptoms warrant 
individualised shared decision making

High (≥10%) Consider alternatives

Persistent severe vasomotor symptoms warrant 
individualised shared decision making

Avoid systemic MHT

Persistent severe vasomotor symptoms warrant 
individualised shared decision making
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or thrombophilia could be further evaluated 
for appropriateness of transdermal MHT 
under haematologist guidance.4 Women 
with a family history of VTE should undergo 
a thrombophilia screen prior to being 
prescribed MHT. For individuals with 
thromboembolic risk factors, including 
obesity, hyperlipidaemia or advanced 
age, low-dose transdermal oestrogen 
(<50 μg/ day), combined with micronised 
progesterone if required, appears to be the 
safest choice.4,29

Stroke
Stroke risk increases with MHT use, and 
prior history of a cerebrovascular event is 
considered a contraindication.4,9

Spontaneous coronary artery dissection 
There is a presumed association between 
spontaneous coronary artery dissection 
(SCAD) and female sex hormones, with MHT 
posed as a potential SCAD trigger. Therefore, 
experts recommend avoiding systemic MHT 
initiation or continuation in SCAD survivors 
where possible, while recognising the need for 
individualised decision making.30

Alternative hormone formulations
Tibolone is increasingly becoming a popular 
alternative to traditional MHT because of its 
oestrogenic, progestogenic and androgenic 
properties, which may improve libido. 
A Cochrane review found no increased risk 
of cardiovascular and VTE events, although 
much of the evidence was considered low 
quality.31 There is conflicting evidence 
regarding increased stroke risk, particularly in 
women aged over 60 years.

A 1% testosterone cream (AndroFeme 1%, 
Lawley Pharmaceuticals) has more recently 
become available for the treatment of 
hypoactive sexual desire dysfunction in 
postmenopausal women. Evidence on the 
long-term CVD effects of testosterone 
therapy is limited.32 Therefore, it should be 
used with caution in those with established 
or at high risk of CVD.

Duration of therapy
Among women who initiate MHT 
within 10 years of menopause onset, 
extended- duration therapy may be 
appropriate for persistent bothersome 
vasomotor symptoms or bone protection.4,9 

This must be balanced against the progressive 
increase in breast cancer risk, particularly 
with combined oestrogen and progesterone 
therapy.9 Frequent vasomotor symptoms 
persist for 7.4 years on average; hence, it is 
reasonable to discuss lowering or discontinuing 
hormone therapy after several years of use.4,9

Although the WHI reported neutral 
cardiovascular and thrombotic risk following 
MHT cessation, subsequent observational 
data suggested a possible early increase 
in cardiac and stroke mortality within the 
first year. Ongoing clinical surveillance 
and cardiovascular risk optimisation 
remain crucial after ceasing MHT, 
as well as consideration of  alternative 
bone-protection strategies.3

Effects on cardiovascular and 
metabolic health
MHT ameliorates several cardiovascular and 
metabolic changes observed in menopause, 
although its effect varies by formulation, 
dose, route and timing of initiation.33 
Systemic oestrogen has a favourable effect 
on lipid profile, glucose metabolism, insulin 
sensitivity, vascular health and overall CVD risk, 
with the addition of progesterone potentially 
attenuating these benefits.3,33 Oral MHT 
improves several components of metabolic 
syndrome, reducing T2DM incidence by up to 
30% and improving lipid parameters including 
LDL-C and HDL-C by approximately 15%.34,35 
However, triglycerides also increase; hence, 
transdermal forms are preferred for patients 
with hypertriglyceridaemia.4,35 At higher doses 
in recently postmenopausal women (<6 years 
since the FMP), MHT may slow atherosclerosis 
progression and coronary artery calcification, 
surrogate markers of CHD.36

Current recommendations
MHT is recommended in early, premature 
and surgical menopause until the mean 
age of natural menopause primarily to 
prevent bone loss, as well as for its protective 
impact on heart disease, cognitive decline 
and overall mortality.9 In women aged 
under 60 years or within 10 years of 
menopause without contraindications, the 
risk–benefit profile, including improved 
CHD risk and all-cause mortality, favours 
MHT use for symptom management and 
bone protection.3,9 

After this window, MHT commencement 
is not prohibited but requires thorough 
risk–benefit discussion, shared decision 
making and periodic re-evaluation. There are 
limited data examining extended therapy and 
discontinuation timing; however, benefits 
should be balanced against the progressive 
increase in breast cancer, stroke and VTE risk.9

Individualised decision making
Despite existing recommendations and 
frameworks, women’s risk profiles are often 
nuanced, and applying MHT guidance in 
clinical practice remains complex. The 
development of evidence-based eligibility 
criteria, similar to the UK Medical Eligibility 
Criteria for Contraceptive Use, may help GPs 
navigate this complex evidence.37 However, 
decisions should ultimately be guided by 
individualised risk–benefit assessment, 
symptom severity and patient preferences. 
Acceptable risk may vary between 
practitioners and patients, and women 
should be empowered to make informed 
personalised decisions. When patient 
complexity exceeds a GP’s expertise, referral 
can be directed to another GP, gynaecologist 
or cardiologist with a special interest in 
menopause, or to the growing number 
of women’s heart clinics. The Her Heart 
‘Find a Female Cardiologist’ tool (https://
herheart.org/find-a-female-cardiologist) is 
a practical resource for locating specialists 
and offers an abundance of patient-friendly 
resources and educational tools to support 
shared decision making.

Conclusion
The menopause transition is a pivotal period 
in women’s cardiovascular health. GPs play 
a crucial part in screening, educating and 
managing at-risk women. Although MHT 
is not recommended principally for CVD 
primary or secondary prevention, it remains 
a valuable tool for bothersome symptoms 
and bone protection in appropriately selected 
women. As evidence continues to evolve, 
particularly in relation to sex-specific 
risk factors and therapy formulations, an 
individualised, risk-stratified approach 
is increasingly critical to optimise 
both quality of life and long-term 
cardiovascular outcomes.
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Key points
• Menopause is a period of accelerated 

cardiometabolic and vascular decline, 
with characteristics such as timing, type 
and symptom severity increasing risk and 
warranting closer monitoring.

• Midlife consultations present an opportunity 
to screen for and address cardiometabolic 
health, including addressing smoking status, 
physical activity, dietary choices, weight, 
blood pressure and lipid control to improve 
long-term outcomes.

• Tools such as Heart Health Checks 
(MBS item 699), Menopause Health 
Assessments (MBS item 695) and the 
AusCVDRisk calculator can support 
effective risk stratification, preventive 
planning and MHT decision making in 
general practice.

• Early initiation of MHT until the mean 
age of natural menopause mitigates many 
adverse outcomes in premature, early 
and surgical menopause, highlighting 
the importance of timely diagnosis 
and management.

• MHT is recommended for vasomotor 
symptom management and bone protection 
in women aged under 60 years or within 
10 years of the FMP if not contraindicated, 
with risk–benefit discussions and periodic 
re-evaluation guiding individualised, 
informed decision making beyond 
these parameters.
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