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A B S T R A C T   

Introduction: Thyroid diseases are common in women in their late reproductive years; therefore, thyroid disease 
and menopause may co-exist. Both conditions may present with a wide range of symptoms, leading to diagnostic 
challenges and delayed diagnosis. 
Aim 
To construct the first European Menopause and Andropause Society (EMAS) statement on thyroid diseases and 
menopause. 
Materials and methods: Literature review and consensus of expert opinion (EMAS executive board members/ex-
perts on menopause and thyroid disease). 
Summary recommendations: This position paper highlights the diagnostic and therapeutic dilemmas in managing 
women with thyroid disease during the menopausal transition, aiming to increase healthcare professionals’ 
awareness of thyroid disorders and menopause-related symptoms. Clinical decisions regarding the treatment of 
both conditions should be made with caution and attention to the specific characteristics of this age group while 
adopting a personalized patient approach. The latter must include the family history, involvement of the woman 
in the decision-making, and respect for her preferences, to achieve overall well-being.   

1. Introduction 

Women experience menopause at a particular stage of their lifetime. 

On the other hand, subclinical hypothyroidism, mainly due to autoim-
mune thyroiditis, is a common endocrine disease in women during their 
reproductive years (the prevalence rate is 6–10 %) [1] and is often 
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present or arises during the menopausal transition. 
Many symptoms, including menstrual irregularities, night sweats, 

flushes, mood swings, muscle and joint pain, anxiety/depression, and 
insomnia, characterize perimenopause; women may also experience 
decreased libido, and symptoms related to vulvovaginal atrophy, such as 
vaginal dryness and dyspareunia [2]. Meanwhile, thyroid symptoms and 
signs vary in nature and severity and can negatively impact women’s 
quality of life (QoL) at any period, including perimenopause. Given that 
increased sweating, mood swings, anxiety/depression, decreased libido 
and menstrual irregularities can also characterize thyroid disease, the 
differential diagnosis of the two conditions can be difficult. Hypothy-
roidism and hyperthyroidism affect circulating sex hormone concen-
trations and dysregulate the autonomic system, which in turn may 
impair sexual function [3], with, for example, impaired libido, 
decreased desire and arousal, and dyspareunia. 

Suboptimal thyroid function may be associated with age at meno-
pause, although a Mendelian randomization study using the two-sample 
approach and data from genome-wide association studies (GWAS) found 
no association between genetically predicted thyroid and ovulatory 
function [4]. Questions in the field concern the effect of menopausal 
hormone therapy (MHT) on the natural course of thyroid disease, the 
impact of levothyroxine (LT4) replacement or anti-thyroid drugs on 
menopausal symptoms, and the prevalence and management of thyroid 
malignancies during perimenopause. 

This position paper of the European Menopause and Andropause 
Society (EMAS) highlights the diagnostic and therapeutic challenges 
involved in treating women with thyroid disease in perimenopause, in 
order to increase awareness among physicians (particularly endocri-
nologists, gynecologists, general practitioners, and internists) of thyroid 
disorders and menopause-related conditions among their patients, and 
to assist clinicians and patients in their shared decision-making 
regarding therapeutic options. 

2. Methodology 

A literature search was performed by two investigators (GM and SV). 
The search string was (((((“Thyroid Gland” [MeSH]) AND (“Hyperthy-
roidism” [MeSH] OR “Graves Disease” [MeSH] OR “Hyperthyroidism, 
Nonautoimmune” [Supplementary Concept]))) OR “Hypothyroidism” 
[MeSH]) OR (“Hashimoto Disease” [MeSH] OR “Thyroiditis” [MeSH])) 
AND (“Menopause” [MeSH] OR “Postmenopause”[MeSH]) and 179 ar-
ticles were retrieved and evaluated. The titles and abstracts of the arti-
cles were reviewed and evaluated for relevance. Only studies focusing 
on peri- or postmenopausal women with thyroid disease were eligible 
for further evaluation. 

3. Thyroid function and thyroid disorders 

Thyroid function is regulated by the hypothalamus-pituitary-thyroid 
axis. Thyrotropin-releasing hormone (TRH) secreted from the hypo-
thalamus stimulates the pituitary to produce thyroid-stimulating hor-
mone (TSH), which in turn targets the thyroid gland and stimulates 
thyroid hormone secretion. Thyroid hormones, thyroxine (T4) and 
triiodothyronine (T3), exert negative feedback on the secretion of TRH 
and TSH. Through this mechanism, the body achieves the normal 
functioning of the thyroid gland. In cases where this balance is 
disturbed, either hyperthyroidism or hypothyroidism occurs. The diag-
nosis is made by measuring TSH and thyroid hormone concentrations. 
Descriptions of the common thyroid disorders are presented in Table 1. 

4. Menopausal transition and thyroid disease 

Menopause and thyroid dysfunction (hyperthyroidism and hypo-
thyroidism) may be accompanied by similar symptoms, including 
menstrual irregularities, mood disorders, decreased libido, increased 
sweating, sleep disturbances, hair loss, and diminished QoL (Table 2). 

This common symptomatology comprises the main differential diag-
nostic challenge for physicians treating women during menopause. 
Indeed, menopause should be included in the differential diagnosis of 
hyperthyroidism and hypothyroidism [5]. Without specific signs (e.g., 
orbitopathy/exophthalmos, periorbital edema, goiter), it is difficult to 
attribute the symptoms specifically to one disease rather than the other, 
leading to a delayed diagnosis. Thus, healthcare practitioners working 
with women of menopausal age should have a low threshold of suspicion 
for thyroid disease and order hormonal assessment when such symptoms 
are present. 

Thyroid disease affects women’s work ability and leads to reduced 
work hours or leaving work, as occurs in menopause [8]. More specif-
ically, patients with hyperthyroidism are more likely than controls to 
leave work for a long time within the first year after the diagnosis [9]. 
Moreover, patients with hyperthyroidism and hypothyroidism have an 
increased likelihood of receiving a disability pension compared with 
controls, and patients who do not leave work have a lower income tra-
jectory than controls [8,10]. 

The main clinical conditions that may be influenced by either 
menopause or thyroid disease are described below. 

5. Clinical conditions influenced by menopause or thyroid 
disease 

5.1. Thyroid nodules and thyroid cancer 

The incidence of thyroid nodules increases with age, more markedly 
among women than men. In iodine-sufficient regions, the prevalence of 
thyroid nodules is approximately 5 % in women and 1 % in men. 

Table 1 
Description of common thyroid disorders.  

Thyroid condition Description 

Overt hypothyroidism Serum TSH concentrations above the reference range, and 
fT4 concentrations below the reference range [5]. 

Subclinical 
hypothyroidism 

Serum TSH concentrations above the reference range, and 
fT4 concentrations within the reference range [5]. 

Overt hyperthyroidism Serum TSH concentrations below the reference range, and 
fT4 concentrations above the reference range [6]. 

Subclinical 
hyperthyroidism 

Serum TSH concentrations below the reference range, and 
fT4 concentrations within the reference range [6]. 

Thyroid nodule A discrete lesion within the thyroid gland [7]. 
Multinodular goiter Enlargement of thyroid gland with multiple distinct 

nodules [7]. 

fT4: free thyroxine; TSH: thyroid-stimulating hormone. 

Table 2 
Symptoms of menopausal transition and of thyroid disease.  

Symptoms Perimenopause/ 
menopause 

Hypothyroidism Hyperthyroidism 

Menstrual 
irregularities 

√ √ √ 

Anxiety √  √ 
Depression √ √ √ 
Mood disorders √ √ √ 
Joint and muscle 

pains 
√ √ √ 

Muscle weakness √ √ √ 
Tremor  a √ 
Increased 

sweating 
√  √ 

Sleep problems √  √ 
Hair problems √ √  
Perceived 

decreased QoL 
√ √ √ 

Decreased libido √ √ √ 

QoL: quality of Life. 
a Only in cases of congenital hypothyroidism due to cerebellar dysfunction. 
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Thyroid cancer occurs in 7–15 % of patients with thyroid nodules and is 
more common in women than men [11]. The hormonal changes that 
occur during the menopausal transition contribute to this sexual 
dimorphism [12,13]. 

Surgical menopause results in a sudden drop in estrogen concen-
trations and severe menopausal symptoms [14–16]. It is associated with 
an increased risk of thyroid cancer [15,16]. This association is of un-
known pathophysiology, as natural menopause is associated with a 
decreased incidence of thyroid cancer [13,15,16]. Early menarche and 
late natural menopause are associated with thyroid cancer, implying 
that long exposure to estrogens increases the risk [17]. However, a meta- 
analysis of 5434 patients with thyroid cancer (615 hysterectomized) 
concluded that hysterectomy was associated with an increased risk of 
thyroid cancer later in life (standardized risk ratio [SRR] 1.43, 95 % 
confidence interval [CI] 1.15–1.78) [18]. This result should be inter-
preted cautiously since the heterogeneity among studies was high (I2 

47%); the follow-up time might have explained it, since, in one study, 
the higher risk of developing thyroid cancer was observed only during 
the first two years after surgery [19]. Furthermore, in a nationwide 
cohort study in Korea, thyroid cancer incidence was not different if the 
hysterectomy was performed with or without oophorectomy [14]. 
Therefore, the precise explanation for this observation might go beyond 
the decline in estrogen concentrations [18]. Thyroid cancer and in-
dications for hysterectomy may share common risk factors, or screening 
may be more frequent after surgery. Even without oophorectomy, hys-
terectomy may be associated with thyroid cancer. 

Papillary thyroid cancer has a worse prognosis in postmenopausal 
than in premenopausal women [20–22]. Additionally, old age per se is 
associated with a worse prognosis in papillary thyroid cancer [23]. The 
level of estrogen receptor (ER) expression may partly determine papil-
lary thyroid cancer aggressiveness after menopause. ER-α expression 
increases in the thyroid gland during menopause, which may be asso-
ciated with activation of specific intracellular pathways involved with 
thyroid cancer [24]. Although the prognosis remains excellent, post-
menopausal status has been associated with the recurrence of differen-
tiated papillary thyroid cancer [25,26]. This period is characterized by 
estrogen decrease and an increase in follicle-stimulating hormone (FSH), 
mediated by epidermal growth factor receptor (EGFR) activation. The 
latter is expressed in papillary thyroid cancer cells more in post-
menopausal than in premenopausal women [25]. 

5.2. Metabolic disease 

Thyroid hormones play a key role in metabolism regulation [27]. 
Their deficiency or excess has been associated with metabolic dysregu-
lation [28]. Low concentrations of free thyroxine (fT4) have been asso-
ciated with insulin resistance [29], an association more pronounced in 
postmenopausal women, implying a synergistic effect with post-
menopausal status [30]. On the other hand, hyperthyroidism affects 
cardiovascular pathophysiology and could cause heart failure and atrial 
fibrillation [31]. 

Subclinical hypothyroidism has been associated with increased tri-
glyceride (Tg) levels, elevated total cholesterol (TC)/high-density lipo-
protein cholesterol (HDL–C) ratio, and increased cardiovascular risk 
[32]. TSH has been positively associated with TC, LDL-C, HDL–C, and 
Tg [33]. A cross-sectional study on 8565 healthy males and 5350 
healthy females reported the effect of TSH on lipids stratified by sex and 
age. Although young women had lower lipid concentrations than young 
men, this association was reversed after menopause. Moreover, the 
positive association of TSH with serum lipids became stronger as age 
increased [34]. In a cross-sectional study on 2914 women in Italy, 
menopause status impacted the association between serum TSH eleva-
tion and plasma lipid concentrations [35]. 

The prevalence of hypertriglyceridemia is [much?] higher in women 
(before or after menopause) with overt hypothyroidism. Hyper-
triglyceridemia and LDL-C are increased in premenopausal women with 

SCH [36]. On the other hand, premenopausal women with hyperthy-
roidism have reduced TC and LDL-C concentrations, while post-
menopausal women are at increased risk of low HDL-C [36]. 

In a cross-sectional study of 468 euthyroid women, the maximum 
intima-media thickness (IMT) increased with the progression of meno-
pausal status, and higher serum TSH concentrations were associated 
with carotid plaques [37]. Moreover, IMT was higher in symptomatic 
than in asymptomatic postmenopausal women [38]. Clinicians should 
be aware of this condition and must diagnose and treat subclinical hy-
pothyroidism early in perimenopause, according to the European Thy-
roid Association (ETA) guidelines [39]. 

Weight gain affects both women going through the menopausal 
transition and those who have hypothyroidism [40]. The link between 
thyroid hormones and energy expenditure as well as body weight is well 
established; suboptimal thyroid function is known associated with 
reduced resting energy expenditure, increased levels of cholesterol, 
reduced gluconeogenesis and lipolysis, and ultimately weight gain [41]. 
On the other hand, alterations in body composition become noticeable 
in late perimenopause, preceding the final menstrual period [42,43]. 
Specifically, there is an increase in fat mass and a decrease in lean mass 
during the menopausal transition when compared with the premeno-
pausal state [43]. These modifications in body composition persist into 
the early postmenopausal years [42,43]. Following this timeframe, the 
changes in fat and lean mass slow down and eventually body composi-
tion stabilizes [43,44]. Apart from the overall increase in fat mass, the 
menopausal transition is linked to an escalation in visceral fat mass 
[44,45] and a decline in energy expenditure [46], stemming from 
diminished lipid oxidation [46] and reduced physical activity [47]. 
Baseline adiposity and ethnicity may influence the extent of the alter-
ations in body composition [48]. 

Non-alcoholic fatty liver disease (NAFLD) constitutes the leading 
form of chronic liver disease worldwide and is characterized by steatosis 
of the hepatocytes without a secondary cause. NAFLD affects 25 % of the 
global population. The disease can manifest as non-alcoholic fatty liver 
(NAFL) or non-alcoholic steatohepatitis (NASH) and can lead to fibrosis 
and cirrhosis [49]. Metabolic syndrome is strongly associated with 
NAFLD: most patients with NAFLD also have metabolic syndrome [50]. 
A suggested pathophysiological mechanism is insulin resistance and 
hepatosteatosis due to the activation of protein kinase C (PKC)-ε and 
fibroblast growth factor 21 (FGF21) in patients on a high-fat diet [51]. 
Insulin resistance also contributes to liver damage. 

In postmenopausal women, the prevalence of NAFLD is 60.2 %, 
compared with 42.9 % in premenopausal obese women [52]. The 
decreased estrogen concentrations could explain the increased NAFLD 
prevalence in women after menopause. Estrogens decrease gluconeo-
genesis and lipogenesis and increase cholesterol excretion, exercising a 
protective role in NAFLD [53]. Postmenopausal women who receive 
MHT have a lower risk of NAFLD and fibrosis than those who do not. 
TSH and FSH concentrations change with age, and so does the preva-
lence of NAFLD. Specifically, FSH increases from perimenopause, sta-
bilizes, and then decreases after the woman reaches 70 years of age, on 
average [54,55]. TSH concentrations are higher in women aged 40–50 
years than in younger women [30]. Moreover, NAFLD prevalence in-
creases from the age of 40 years [56]. Increased TSH and FSH concen-
trations could explain this age dependency. LT4 supplementation in 
women with hypothyroidism and MHT in perimenopause and meno-
pause may prevent NAFLD progression [57–59]. 

5.3. Infertility 

Nowadays, more women wish to have children at an older age, often 
when approaching menopause. Proper guidance and counseling on the 
likelihood of success and potential problems that may arise should be 
provided to these women. 

Thyroid disorders occur in 30–40 % of women with premature 
ovarian insufficiency (POI) [60]. Τhyroid autoimmunity seems to play a 
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crucial role. The pathophysiological mechanism of thyroid auto-
immunity’s effect on ovarian sufficiency has not been elucidated. The 
fact that several isoforms of thyroid hormone receptor mRNA are 
expressed in the human oocyte may indicate that thyroid hormone 
directly affects the oocyte and is involved in folliculogenesis [61]. Anti- 
thyroglobulin (anti-Tg) and anti-thyroid peroxidase (anti-TPO) anti-
bodies are present in the follicular fluid on the day of oocyte retrieval in 
women with thyroid autoimmunity, which led to the hypothesis that 
they act destructively on folliculogenesis in a direct way [62]. Apart 
from the association of POI with thyroid autoimmunity, the latter has 
been associated with ovarian insufficiency in women approaching 
menopause [63]. Another possibility is that thyroid antibodies are just 
an epiphenomenon of an undefined immune disorder and that other 
antibodies destroy the oocytes. 

6. Challenges of laboratory thyroid hormone assessments 
during perimenopause 

Apart from vasomotor symptoms, common complaints of post-
menopausal women are skin problems (dryness, dark spots, wrinkles), 
hair loss and hair thinning [64,65]. To reduce the impact of such 
symptoms on QoL, women are often advised, or even decide by them-
selves, to use over-the-counter supplements, most of which contain 
biotin. Biotin is used in many thyroid-related immunoassays as biotin- 
streptavidin antibodies; thus, consumed biotin may interfere with the 
immunoassay process and lead to false TSH, fT3, fT4 and total T4 results 
[66,67] – low values in immunometric assays and high in competitive 
binding assays [68]. Physicians are encouraged to take a full history, 
including information on prescribed drugs and over-the-counter for-
mulations. Women should be advised to have thyroid hormone assess-
ments after discontinuing the biotin-containing supplement for 2–3 
days. 

7. Therapeutic challenges of thyroid disease during 
perimenopause 

7.1. Management of thyroid disease 

In menopause, subclinical hypothyroidism can worsen the negative 
effects of low estrogen concentrations, increasing cardiovascular risk 
due to dyslipidemia and hypertension. Furthermore, a failure to treat or 
undertreatment of subclinical hypothyroidism during perimenopause 
may augment the risk of metabolic abnormalities, including body weight 
gain and NAFLD, which are increased in the late reproductive years 
compared with younger ages. Despite the positive impact of LT4 treat-
ment in women with subclinical hypothyroidism on metabolic param-
eters and NAFLD, treatment has not been associated with a decreased 
cardiovascular mortality risk [69]. 

On the other hand, overtreating postmenopausal women with sub-
clinical hypothyroidism can reduce bone mineral density (BMD) and 
increase the risk of cardiovascular disease. Aging per se results in gradual 
bone loss, as does menopause, due to reduced estrogen production. On 
top of that, overtreatment of hypothyroidism in (peri)menopause is 
associated with an increased risk of low BMD and osteopenia/osteopo-
rosis. In a cross-sectional study of 1477 perimenopausal Dutch women 
without thyroid disease, BMD of the lumbar spine of <0.937g/cm2 was 
associated with fT4 in the highest quintile of the reference range [70]. 
Similarly, in a retrospective study of 174 women, low-normal TSH 
concentrations and anti-TPO were independently associated with oste-
oporosis [71]. On the other hand, a systematic review of the association 
of T4 and TSH concentrations with BMD in postmenopausal women was 
inconclusive [72]. 

According to the NICE guidelines, LT4 treatment should be consid-
ered for adults with subclinical hypothyroidism with a TSH of ≥10 mU/l 
on two separate occasions three months apart [73]. Older patients 
should have an individualized approach because of possible 

comorbidities. A 25–50μg/day starting dose of LT4 is suggested for 
women >65 years with a history of cardiovascular disease, for safety 
reasons [73]. 

Some physicians recommend combined LT4/LT3 treatment for pa-
tients with hypothyroidism who do not respond satisfactorily to the 
administration of only LT4. However, there are insufficient data on the 
administration of the combination in menopausal women to make a 
recommendation [74,75]. 

The treatment of hyperthyroidism depends on its cause. Therefore, it 
is necessary to make a differential diagnosis. Increased serum thyro-
tropin receptor antibodies (TRAbs) are a criterion for the diagnosis of 
Graves’ disease. If there is no increase, a thyroid scan is required [76]. 
Hyperthyroidism management includes anti-thyroid drugs, radioactive 
iodine (RAI) ablation therapy, and thyroidectomy. Methimazole/carbi-
mazole is the drug of choice. In case of an allergy, propylthiouracil can 
be used. In cases of toxic goiter or toxic nodules, surgery, RAI or radi-
ofrequency ablation are the preferred treatment. Long-term methima-
zole/carbimazole treatment may be indicated in elderly patients or 
patients who are not eligible for surgery or RAI. Surgery is avoided for 
older patients due to increased morbidity [11]. 

There is no difference between older and younger individuals in 
managing solitary thyroid nodules. The ETA guidelines for the risk 
stratification of thyroid nodules in adults do not include age as a crite-
rion [77]. However, in clinical practice, the management of solitary 
thyroid nodules may differ according to life expectancy or fertility 
wishes. Furthermore, the American Joint Committee on Cancer TNM 
staging system has included age as a risk stratification factor, as the 
mortality rates of thyroid cancer increase after 45 years [11]. 

7.2. Menopause hormone therapy 

MHT was introduced in the 1960s. The first МНΤ, an equine estrogen 
preparation sold under the brand name Premarin, had been licensed in 
the US since 1941 [78]. However, in the early 2000s, the Women’s 
Health Initiative (WHI) study showed no benefit of MHT to health and, 
in fact, a trend toward early harm [79]. These controversial results and 
the lack of evidence-based guidance resulted in a radical reduction in 
MHT prescription [80]. 

Estrogens constitute the most appropriate therapy for menopausal 
women [81] as they effectively treat vasomotor symptoms and vaginal 
atrophy. MHT can be initiated within ten years of menopause or before 
the age of 60 years as it reduces all-cause mortality [82]. Prescription of 
MHT may be based on the EMAS 2022 eligibility criteria [83]. In the 
WHI trial, a trend of decreasing risk of coronary artery disease was re-
ported [84]. MHT helps to prevent hip fractures, a leading cause of 
morbidity in postmenopausal women [85]. Moreover, no increased risk 
of stroke with MHT in younger (50–59 years) normotensive post-
menopausal women was observed, particularly when lower doses (e.g., 
<0.625 mg) of conjugated equine estrogens in conjunction with 
medroxyprogesterone acetate were prescribed [86]. 

MHT is protective against esophageal, gastric, and colorectal cancer 
but is associated with an increased risk of venous thromboembolism by 
the oral route, as well as of breast and ovarian cancer, depending on the 
route of administration, duration and the timing of treatment. There-
fore, it is essential to take a detailed personal and family history. A meta- 
analysis of nine cohort studies showed no association of MHT with 
thyroid cancer risk in postmenopausal women [87]. It has been sug-
gested that MHT could influence thyroid autoimmunity over time; 
however, a population-based Danish study that followed women for 11 
years failed to show an association between the MHT duration and 
changes in anti-TPO concentrations [88]. Notably, normal and 
neoplastic thyrocytes express ERα and β; therefore, estrogen adminis-
tration may influence thyroid function [89,90]. 17β-estradiol (E2) has a 
proliferative effect on benign and malignant thyroid cells. However, the 
exact mechanism of carcinogenesis has not been elucidated. In this 
context, the role of estrogen and its binding to thyroid cells may vary, 
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either through the G protein-coupled estrogen receptor (GPER1) or the 
ERα and β isoforms [91,92]. In in vitro studies, thyroid follicular cells 
proliferated faster in the presence of estrogens, suggesting that MHT 
could promote goitrogenesis and nodularity [93]. A study designed to 
answer this question showed no difference in the size of the thyroid 
gland and thyroid nodules between postmenopausal women who 
received estrogen therapy for one year and those who did not [94]. 
However, one year is a short period for monitoring node progression. 

Additionally, there is a difference in the effect on thyroid function of 
the transdermal and oral estrogens. Oral E2 in women with hypothy-
roidism leads to an increase in thyroxine-binding globulin (TBG) con-
centration. It may cause clinical changes in TSH concentrations, 
resulting in a need to increase the LT4 dose [95,96]. In contrast, trans-
dermal E2 does not affect thyroid function [97–99]. There are also 
studies showing that even oral estrogens do not affect the thyroid 
function of menopausal women with subclinical hypothyroidism 
[100,101]. In addition, no data on interactions between MHT and drugs 
used to treat thyroid diseases have been reported [83,93,102]. 

8. Summary recommendations 

• Menopause and thyroid dysfunction (hyperthyroidism and hypo-
thyroidism) may be accompanied by general symptoms, including 
menstrual irregularities, mood disorders, increased sweating, sleep 
disturbances, and hair loss. 

• An increased awareness of the overlap in the symptoms of meno-
pause and thyroid dysfunction on the part of healthcare professionals 
working with women in menopausal years is needed so that they can 
more readily detect co-existing thyroid disease.  

• Biotin consumption may lead to false TSH, fT3 fT4 and total T4 results 
when immunoassays are used for thyroid measurements. 

• Physicians are encouraged to take a full history, including informa-
tion on prescribed drugs and over-the-counter formulations. Women 
taking a biotin-containing supplement should be advised to have 
thyroid hormone assessments only 2–3 days after they have dis-
continued taking it.  

• Surgical menopause, early menarche and late natural menopause 
have been associated with the development of thyroid cancer. In the 
case of papillary thyroid cancer, a worse prognosis in post-
menopausal women has been reported.  

• We suggest that women with a history of surgical menopause, early 
menarche, or late natural menopause be evaluated for thyroid nod-
ules. If a nodule is detected, general population guidelines should be 
followed for their evaluation and follow-up.  

• Given that menopausal women and those with thyroid function 
disorders are at greater risk of dyslipidemia, we suggest that their 
lipid metabolism is evaluated.  

• Menopause interferes with the association between serum TSH 
concentrations and plasma lipid concentrations. In menopausal 
women, the prevalence of NAFLD is increased. 

• Clinical decisions on the treatment options for menopausal symp-
toms and thyroid conditions should be made with caution and with 
attention to the specific characteristics of this age group. A person-
alized patient approach is suggested, involving the woman in 
decision-making and respecting her preferences to achieve overall 
well-being.  

• MHT is a safe option to treat women with menopausal symptoms and 
thyroid conditions. 

• In menopause, untreated thyroid disease and overtreatment of thy-
roid disease can have adverse effects (specifically on cardiovascular 
risk and bone density). MHT prevents hip fractures, and there is no 
evidence of any MHT effect on thyroid cancer risk in postmenopausal 
women.  

• LT4 supplementation and MHT may improve NAFLD. 

9. Conclusion 

This EMAS position paper highlights the diagnostic and therapeutic 
dilemmas in managing women with thyroid disease during perimeno-
pause, aiming to increase awareness among healthcare professionals 
(general practitioners, nurses, obstetricians-gynecologists, endocrinol-
ogists) and assist shared decision-making with patients. All clinicians 
must scrupulously check for the presence of menopause-related condi-
tions or thyroid diseases and treat them if detected. Clinical decisions on 
the treatment of both conditions should be made with caution and 
attention to the specific characteristics of this age group, adopting a 
personalized patient approach. 
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