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Section 2: Chapters 5-8
The O-Spot™: The Menopause
Blueprint

A step-by step roadmap to mastering your certification exam



Chapter 5
Other Common Symptoms in Midlife Women

A comprehensive study guide for healthcare professionals based on the North American Menopause Society's
Menopause Practice: A Clinician's Guide, 6th Edition



Key Topics for Menopause Certification

High-Yield Content Areas

Fertility & Contraception

Sexual Function Abnormal Bleeding
When to safely discontinue contraception Assessment and treatment approaches PALM-COEIN classification, evaluation
and managing fertility decline during for desire, arousal, orgasm, and pain protocols, and management strategies
perimenopause disorders
Memory & Coghnition Other Key Areas
Distinguishing normal age-related changes from pathological Sleep disorders, headache patterns, arthralgia, and intimate partner

conditions violence screening



When Can Women Stop Contraception?

A Common Clinical Dilemma

Fertility Timeline

Fertility drops dramatically after age 35 and becomes rare after age 44 (1 in 1,000 pregnancies)

The Challenge

Normal ovulatory cycles can occur until final menstrual period, making timing difficult

Standard Definition

12 months of amenorrhea in women =45 years is the accepted milestone for contraception
cessation

&

A

B

Drsatingy of
DOy GOt
®dgs asof 35
D3
Nutsdtie

PN YOI




Understanding Female Sexual Response

The Biopsychosocial Model

Desire
Arousal

Most common problem - affects 37.7% of , -
Both genital and subjective components

women
: . CD @ Often affected by hormonal changes during
Hypoactive Sexual Desire Disorder (HSDD)

affects 10-12% of midlife women TENOPAESE
Pain
Dyspareunia affects 44% of postmenopausal Orgasm
women a ﬁ? May be affected by physical, psychological,
Often related to genitourinary syndrome of and relationship factors
menopause

Key principle: Sexual dysfunction requires both symptom presence and personal distress to warrant diagnosis



How to Evaluate Sexual Concerns

Systematic Approach for Clinical Practice

Permission

Ask open-ended questions about sexual health

"Many women experience changes in sexual function during menopause. Is this something you've noticed?"

Limited Information

Provide basic education about anatomy/physiology

Explain normal changes with aging and hormonal fluctuations

Specific Suggestions

Offer practical recommendations

Lubricants, moisturizers, lifestyle modifications

Intensive Therapy

Refer to specialists when needed

Sex therapists, pelvic floor physical therapists

Physical exam: Not always needed for HSDD, essential for sexual pain

Lab testing: Generally not helpful except testosterone if considering therapy



What Actually Works for Sexual Dysfunction

FDA-Approved and Off-Label Treatments

For Hypoactive Sexual Desire Disorder

« Testosterone: Effective but off-label (compounding concerns)
« Psychotherapy: CBT, mindfulness, sensate focus
* Flibanserin (Addyi): Only FDA-approved option for premenopausal women

For Arousal Disorders

» Testosterone patches: Shown effective in trials
* Eros device: FDA-cleared for arousal




Systematic Approach to AUB /

PALM-COEIN Classification

Framework
Structural Causes (PALM) Non-structural Causes (COEIN)
* Polyp » Coagulopathy
« Adenomyosis  Ovulatory dysfunction
« Leiomyoma * Endometrial
« Malignancy e latrogenic

* Not classified

Most common in perimenopause: Ovulatory dysfunction (anovulatory bleeding)

Key point: 79% of perimenopausal women with irregular bleeding have no anatomic pathology



When and How to Evaluate AUB

Evidence-Based Diagnostic Strategy

History Essentials

« Pattern of bleeding (cyclic vs. irregular)
« Family history, medications, bleeding disorders

« Associated symptoms (pain, bulk symptoms)

Physical Examination

- BMI assessment (obesity increases bleeding risk)
» Thyroid examination

« Comprehensive pelvic examination

First-line Imaging: Transvaginal Ultrasound

» Postmenopause: Endometrial echo <4mm = no biopsy needed

* Perimenopause: Must time to end of bleeding episode

Endometrial Sampling

Limitations: Only 4% of endometrial surface sampled with Pipelle

Indications: Persistent AUB, risk factors for hyperplasia/cancer,
postmenopausal bleeding



Medical Management of AUB

What ACOG Recommends

Combined Oral Contraceptives LNG-IUS Other Effective Options

Most common first-line treatment according Second most recommended option NSAIDs: 33% reduction in bleeding

to ACOG survey Reduces bleeding by 71-95% within 3-6 Tranexamic acid: FDA-approved, very effective
Provides cycle control and contraception months Progestogens: For anovulatory bleeding
benefits

Surgical options: Consider when medical management fails or patient preference

 Endometrial ablation: 80-90% reduction in flow, 40% amenorrhea rate

« Hysterectomy: Definitive treatment for refractory cases



Menopause-Related Cognitive Changes

What's Normal vs. Concerning

Normal Menopause Changes

« Subjective memory complaints common (up to 60% of women)
 Transient processing speed decline during late perimenopause
» Word-finding difficulties and mild concentration issues
* Return to baseline in postmenopause for most women

NOT early dementia or significant cognitive impairment




Sleep Problems in Midlife Women

Multiple Causes, Multiple
Solutions

Menopause-related Primary
Vasomotor symptoms disrupting sleep initiation and maintenance Msgommigiologic conditioning
Peak prevalence in late perimenopause and early postmenopause Heightened arousal and sleep effort

Often responds well to cognitive behavioral therapy

— e 0

Secondary Insomnia Behavioral/Environmental
Sleep disorders (OSA, RLS, PLMD) Poor sleep hygiene

Medical conditions (pain, nocturia) Irregular sleep schedule
Psychiatric disorders (depression, anxiety) Environmental disruptions

Key findings: Perimenopause associated with shorter sleep duration (<7 hours), while postmenopause more often presents with difficulty falling/staying asleep. Sleep-
disordered breathing increases significantly after menopause.



Evidence-Based Sleep
Management

Start with Non-Drug Approaches

First-line (most effective): Pharmacologic Options:

- Sleep hygiene: Basic but * For VMS-related sleep: Treat
: insufficient alone underlying VMS with MHT
andesioneibe n . « Stimulus control therapy: » Z-drugs: Zolpidem, eszopiclone
i Recondition bed-sleep association (FDA dose reduction for women)
» Sleep restriction therapy: Limit * Low-dose doxepin: FDA-approved
time in bed to increase sleep for sleep maintenance
- eBTifdicihsomnia: Gold standard » Avoid: Long-term benzodiazepines
with 70-80% response rate due to dependency risk

OSA treatment: CPAP remains gold standard; new options include oral appliances
and hypoglossal nerve stimulation for select patients




Migraine and Menopause

Understanding Hormonal Triggers

1 Premenopausal Years
Peak migraine prevalence in 30s-40s

60% report menstrual association

Estrogen withdrawal during menstruation triggers attacks

2 Perimenopause
Often worsening pattern

Fluctuating estrogen levels increase frequency and severity

May require preventive therapy during this stage

3 Postmenopause

Natural menopause: Often improves
Especially beneficial for pure menstrual migraine

Stable (low) hormone levels reduce triggers

» NAMS Exam Key: Migraine with aura + high-dose estrogen contraception = increased
stroke risk. However, menopausal hormone therapy is generally considered safe for
migraine patients due to lower hormone doses.




Joint Pain in Menopause
Not Everything is "Menopause Arthralgia”

Common Secondary Causes to Rule Out: True Menopause-Associated Arthralgia:

* Endocrine - Affects 50% of menopausal women

* Usually transient and self-limiting

« Often rated as most troublesome symptom (21% of women)
* Drug-related - Typically affects knees, wrists, shoulders, neck, and back

» May be responsive to hormone therapy

Management: Exercise, weight loss, treat underlying causes
* Rheumatic v —— ' | k-l

Connective tissue disease, early arthritis, polymyalgia rheumatica

Hypothyroidism, vitamin D deficiency, diabetes

Statins, aromatase inhibitors, bisphosphonates

* Metabolic
Liver/kidney disease, hemochromatosis




IPV in Midlife Women

An Often-Overlooked Issue

Prevalence Clinical Presentations

Acute:

« Head/face injuries
e Genital trauma
« Multiple injury sites

e Defensive wounds

Chronic:

» Headaches, pelvic pain

 Sleep disorders

B Lifetime W Past12 W 65+ No reported

IPV months screened IPV * Depression, anxiety

» Unexplained symptoms

Key point: Abuse may worsen menopause symptoms and complicate treatment response

NAMS consideration: Ask about safety when treating refractory symptoms



Don't Miss the Serious Stuff

Clinical Decision-Making Points

Sexual Dysfunction Red Flags
* New-onset pain with no clear cause
* Physical findings inconsistent with symptoms
* History of sexual trauma without treatment

@3

AUB Red Flags
« Postmenopausal bleeding (even on vaginal estrogen)
» Failed medical management
 Suspected malignancy or hyperplasia

O

Memory/Cognitive Red Flags
 Obvious cognitive changes noted by others
 Functional impairment in daily activities
 Progressive decline in abilities

@®

Headache Red Flags
* New onset after age 50

* Progressive or changing pattern
* Neurologic signs or symptoms

6
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Must-Know Points for Certification

Key Concepts to Memorize

* Fertility: Contraception until 12 months amenorrhea (=45 years) * Memory: HT should NOT be used to improve cognition

 Sexual dysfunction: Must cause distress for diagnosis - Sleep: Perimenopause = less sleep, postmenopause = worse quality
« HSDD prevalence: 10-12% of midlife women « Migraine: Often improves with natural menopause

« AUB: PALM-COEIN classification system * IPV: Affects over 1/3 of women in lifetime

» Perimenopause AUB: 79% have no anatomic pathology  Treatment principles: Non-hormonal options before pharmacologic

approaches when possible

G) The NAMS certification exam emphasizes clinical decision-making and practical management more than theoretical knowledge. Focus on
first-line treatments and red flags requiring urgent intervention.



Systematic Approaches to Common Problems
Step-by-Step Clinical Decision Making

Assess

|dentify domain of dysfunction
@

Determine level of distress

Rule out medical causes

Classify
Use PALM-COEIN for AUB

Categorize sleep disorders

|dentify pain etiology

First-Line Treatment
Non-hormonal approaches

Lifestyle modifications

Basic education

Advanced Treatment

Pharmacologic options
Specialized therapies

Surgical interventions

For AUB, follow a systematic approach of transvaginal ultrasound imaging, then medical management (typically COCs or LNG-IUS), followed by endometrial sampling if indicated
based on risk factors or treatment failure.



Important Clinical Scenarios

Exam-Relevant Special Cases

Cancer Survivors Surgical Menopause Comorbid Conditions
 Sexual dysfunction very common » More severe sexual dysfunction and » Depression affects multiple
with aromatase inhibitors (>70%) VMS - SYERPLAEGrders often coexist with
* Arthralgia affects 50% of Al users  Memory changes more pronounced other conditions
* Limited treatment options (avoid » May benefit from hormone therapy  Chronic pain syndromes cluster
hormones with hormone-sensitive until natural menopause age together
cancers)  Higher risk of sleep disorders and « Symptom burden may be additive
- Vaginal DHEA may be option for mood disturbances and complicate management

GSM when estrogen contraindicated



Test Your Knowledge

Exam Style Clinical Scenarios

Case 1: Abnormal Bleeding Case 3: Joint Pain
52-year-old with 6 months irregular bleeding. No other symptoms. 55-year-old with joint pain and fatigue. Pain worse in morning.
Last menstrual period 3 weeks ago. Taking statins for hyperlipidemia.
Next step? What to check first?
 Transvaginal ultrasound Case 4: Sexual Dysfunction

« Endometrial biopsy

H th 50-year-old with decreased libido causing relationship distress. No
e Hormone thera
& vaginal dryness. Otherwise healthy.

» Combined oral contraceptives
Approach?

Case 2: Memory Concerns _ _ _
Discussion Points
48-year-old reports memory problems and hot flashes. Work

. : : . 5
performance unchanged. No functional impairment. When is endometrial sampling indicated:

v - * How do you differentiate normal vs. pathologic memory changes?
anagement?

» What's the most common cause of sexual dysfunction?

» When should you screen for IPV?



Chapter 6
Diseases Common in Midlife Women

A comprehensive study guide for healthcare professionals based on the North American Menopause Society's
Menopause Practice: A Clinician's Guide, 6th Edition



Six Key Diseases in Midlife Women

_————  — 5

Arthritis Depression

Includes osteoarthritis and rheumatoid arthritis, both with strong Women face a 2-4x increased risk during the menopausal transition,
connections to hormonal changes during menopause. with unique treatment considerations.

Thyroid Disease Gallbladder Disease

The "great mimicker" with symptoms that often overlap with Strongly associated with estrogen levels and hormone therapy
menopause, affecting 1 in 10 midlife women. choices in menopausal women.

Sexually Transmitted Infections Crystal Arthropathies

Often overlooked in older women despite continuing risk and Including gout and pseudogout, which increase in prevalence after
increased susceptibility due to genital atrophy. menopause due to hormonal changes.

These conditions often overlap with menopause symptoms and may have hormone-related mechanisms, requiring careful differential diagnosis
and integrated management approaches.



Arthritis: The Big Picture

Why Arthritis Matters in Menopause

» Most common reason for years lived with disability worldwide
« Significantly more common in women and increases with age
» Peak onset often coincides with menopausal transition
 Estrogen receptors are present in all joint tissues, creating a

biological link
® Clinical Pearl: Not all joint pain is arthritis! Carefully

differentiate from other musculoskeletal conditions that may
be more responsive to hormone therapy.
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Estrogen's protective effects on joint tissues help explain the



Osteoarthritis (OA): The Most Common
Arthritis

Key Epidemiological Facts Evidence-Based Management
* Lifetime risk: 60% in obese women 1.Exercise therapy (both aerobic and strength training)
 Peak onset: Around menopause (age 50) 1.Weight control interventions for BMI >25
» Most affected joints: knee, hip, hand 1.Topical NSAIDs as first-line pharmacotherapy

1.0ral analgesics for breakthrough pain

Clinical Features | |
1.Joint replacement for end-stage disease

* Joint pain that worsens with use

« Bony swelling (Heberden's/Bouchard's nodes) in finger
- Mimtising stiffness lasting less than 30 minutes

« Normal inflammatory blood markers (ESR, CRP)



Rheumatoid Arthritis (RA): The Inflammatory Arthritis

Key Epidemiological Facts Red Flags for Urgent Referral Treatment Imperatives

« 3Xx more common in women than * Morning stiffness exceeding 30 * Early aggressive therapy with

» ek onset: 35-55 years « Bymtestrical joint swelling (MCP, PIP disease-modifying drugs
(perimenopausal period) joints) * First-line: Methotrexate (caution:

* Prevalence: 0.5-1% of adult women « Metacarpophalangeal joint involvement teratogenic)

* Incidence increases during the * Positive rheumatoid factor or anti- » Biologic agents for inadequate response
menopausal transition CCP antibodies » Careful monitoring of disease activity

* Elevated inflammatory markers (ESR, and drug toxicity

CRP)



Depression in Menopause: The Window of Vulnerability
Key Statistics Why Menopause Matters for Mood

|  Estrogen directly affects serotonin and noradrenaline neurotransmission
* Hormonal fluctuations impact HPA axis regulation
» Vasomotor symptoms disrupt sleep, worsening mood

« Coincident life stressors (caregiving, relationship changes) compound vulnerability
» Body image concerns as physiology changes

2-4X

Increased Risk
Higher depression risk during menopausal transition compared to premenopausal

\VA=)

457

Recurrence Rate
Women with prior depression history are most vulnerable during perimenopause

38%

De Novo Cases
Significant number of women with no prior history develop first episode during

transition



Depression: Evidence-Based Treatment Options

Ao 7 (O

First-Line: SSRIs and SNRIs Estrogen Therapy Psychotherapy
» Citalopram, escitalopram, sertraline » Most effective in perimenopausal women » CBT specifically adapted for menopause
(SSRis)  Mindfulness-based interventions
* Duloxetine, venlafaxine (SNRIs) « Transdermal estradiol preferred (178- - Interpersonal therapy for role transitions
« Dual benefit: Also help with vasomotor estradiol) - May combine with pharmacotherapy
symptoms * | ess effective in established
- Start at lower doses in older women postmenopause

e Consider for women with concurrent VMS

Key Clinical Pearl: Consider an estrogen therapy trial before antidepressants in perimenopausal women with mild-moderate depression plus
vasomotor symptoms, assuming no contraindications.



Thyroid Disease: The Great Mimicker

Why Screen in Midlife? Symptom Overlap with Menopause

* Prevalence: 1 in 10 women aged 42-52 have thyroid dysfunction
* Increases with age: peaks in 60s at approximately 20%

 Higher prevalence in women with other autoimmune conditions
 Often misattributed to menopause, delaying proper treatment

@ Screening Recommendation: TSH is the gold standard initial test. American
Thyroid Association recommends screening every 5 years in women >35.

MENOPAUCE
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Hypothyroidism: The Most Common Thyroid Problem

Clinical Presentation 1
» Fatigue, lethargy, and weakness

* Cold intolerance and increased cold sensitivity

- Weight gain despite unchanged diet 2 Diagnostic Criteria

» Heavy or prolonged menstrual periods * Elevated TSH + low free T4 = overt hypothyroidism

* Dry skin, brittle nails, and hair loss * Elevated TSH + normal free T4 = subclinical hypothyroidism
 Constipation and slowed digestion « TPO antibodies predict progression to overt disease

« Cognitive slowing ("brain fog") « Most common cause: Hashimoto's thyroiditis (autoimmune)
Treatment Approach 3

« Levothyroxine (L-T4) is standard replacement

» Start low in older women: 25-50 mcg daily

- Titrate dose based on TSH levels every 6-8 weeks
» Target TSH: 0.5-2.5 mlIU/L for symptomatic relief

» Take on empty stomach, 30-60 minutes before breakfast



Hyperthyroidism in Midlife Women

Clinical Presentation Subclinical Hyperthyroidism Risks

 Anxiety, restlessness, and irritability

» Palpitations and tachycardia

» Heat intolerance and increased sweating

» Light or infrequent menstrual periods

» Unintentional weight loss despite increased appetite
* Tremor and muscle weakness

» Sleep disturbances (insomnia)

Causes in Midlife

* Graves' disease (most common)

« Toxic multinodular goiter (increases with age)
« Thyroiditis (transient hyperthyroidism)

« latrogenic (overreplacement)




Hormone Therapy & Thyroid: Important Drug Interaction

Oral Estrogen Effects

* Increases thyroid-binding globulin
(TBG) concentration

* Results in increased T4 binding and
reduced free T4

» May require 25-50ug increase in
levothyroxine dose

» Monitor TSH 6-8 weeks after
starting oral estrogen therapy

Transdermal Estrogen When Stopping Hormone Therapy
Advantage
» Does NOT significantly affect TBG  Discontinuing oral estrogen
levels reduces TBG levels
» Bypasses first-pass hepatic » May need to reduce levothyroxine
metabolism dose by 25-50ug
 Preferred in women on thyroid » Check TSH 6 weeks after stopping
replacement therapy oral estrogen
» Generally does not require thyroid * No significant adjustment needed

dose adjustment when stopping transdermal



Gallbladder Disease: The Estrogen Connection

Epidemiology & Risk | |
Exam Focus: You must know that gallbladder disease is
* 2x more common in women than men a relative contraindication to oral estrogen therapy and
* Hormone therapy significantly increases risk that transdermal routes pose less risk.

* 15-45 additional cases per 1,000 women over 5-7 years of HT

« Rk increases with age, obesity, and rapid weight loss

Mechanism

 Oral estrogen increases cholesterol saturation in bile
» Reduces gallbladder contractility and motility
* First-pass hepatic effect with oral administration

» Changes bile acid composition and cholesterol metabolism



Gallbladder Disease: Clinical
Implications

487 33%

Higher Risk Risk Reduction
Increased risk with oral conjugated equine  Lower risk with CEE+progestin compared to
estrogen (CEE) compared to other CEE alone (WHI data)

formulations

Clinical Approach to Hormone Therapy

e Use caution in women with known gallstones or prior cholecystectomy
e Consider transdermal over oral routes when possible

e Discuss gallbladder disease risk during HT counseling

e Monitor for right upper quadrant pain, nausea after fatty meals

e Consider ultrasound screening in high-risk women before starting oral HT

<107

Relative Risk
Approximate relative risk increase with
transdermal estrogen (significantly lower
than oral)



Sexually Transmitted Infections in Midlife Women

The Overlooked Risk . . .
) Clinical Pearl: Vulvovaginal symptoms attributed to
» STl rates increasing in women over 45 atrophy may actually be STls. Consider testing for
» Often not screened due to provider bias STls in women with persistent symptoms despite
« May be more susceptible due to genital atrophy adequate estrogen therapy.

* Less likely to use protection (pregnancy risk gone)

 Re-entering dating pool after divorce/widowhood

Screening Recommendations

* No routine screening for all STls
* HIV: One-time screening for ages 15-65
« Chlamydia/gonorrhea: Based on risk factors

» Ask the "5 P's": Partners, Practices, Protection, Past history,
Pregnancy plans



Crystal Arthropathies: Gout & Pseudogout

B
Gout Pseudogout (CPPD)
» Monosodium urate crystal deposition » Calcium pyrophosphate crystal deposition
* Increases in postmenopausal women (3:1 M:F ratio before, 1:1 after) * More common in older women
» Associated with diuretics, metabolic syndrome « Targets large joints (knees, wrists)
» Classic: First metatarsophalangeal joint (podagra) * Longer episodes (7-20 days)
» Treatment: Colchicine, NSAIDs, steroids for acute attacks  Associated with hypothyroidism and hyperparathyroidism

* Urate-lowering therapy for recurrent cases * No disease-modifying treatments currently available



Estrogen’s Role Across Diseases: Common Mechanisms

Neuromodulation

. . « Enhances serotonin synthesis
Anti-inflammatory Effects

: . » Supports BDNF production
* Protects cartilage in joints

_ « Regulates HPA axis function
* Modulates immune response

» Affects cognition and mood

» Reduces inflammatory cytokines (D
» Stabilizes mast cells Q Pain Modulation
« Activates inhibitory pain pathways
e » Low estrogen = increased pain sensitivity
* Alters opioid receptor function
Immune Regulation & - Modifies substance P release
* Influences T-cell differentiation =

Metabolic Effects

» Modulates autoimmune activity Smanikies s e hale

 Affects antibody production
yP « Affects bile composition

 Regulates inflammatory cell activity - fllerees sl in sensiivis

 Impacts body fat distribution

Understanding estrogen's pleiotropic effects helps explain the complex relationship between menopause and disease manifestation across multiple
systems.



Clinical Decision Making: Hormone Therapy Consideration:

Potential Benefits Beyond VMS Individual Risk Assessment
* Mood symptoms in perimenopause » Weigh benefits vs. gallbladder risk based on baseline factors
» Joint pain and morning stiffness « Consider route of administration (transdermal preferred for multiple
« Prevention of bone loss conditions)
- Improvement in sleep quality » Monitor thyroid function if on replacement therapy
- Relief of genitourinary syndrome symptoms  Balance arthritis management with HT decisions

» Coordinate with specialists when necessary
Contraindications to Consider
« Active gallbladder disease (especially for oral routes)
* History of RA flares with estrogen exposure
» Uncontrolled thyroid disease

 Estrogen-dependent cancer history



Red Flags for Specialist Referral

Arthritis Depression
« Morning stiffness >30 minutes » Suicidal ideation or plan
« Symmetrical small joint swelling  Psychotic features
» Positive RF or anti-CCP antibodies * Treatment-resistant symptoms
« Inflammatory back pain (improves with » Significant functional impairment
activity) « Multiple failed medication trials

 Monoarticular arthritis with fever

Gallbladder Disease STls
* Acute cholecystitis * Positive HIV screening test
 Jaundice  Suspected pelvic inflammatory disease
 Fever with RUQ pain  Genital ulcers or vesicles
 Suspected choledocholithiasis » Hepatitis B or C positive tests

 Gallstone pancreatitis » Syphilis of any stage

Thyroid Disease
« Suspected thyroid cancer (nodules)
* Thyroid eye disease

» Difficult-to-control hyper/hypothyroidism

 Thyroid storm or myxedema coma

 Pregnancy with thyroid dysfunction

Crystal

ArthroRathigs.t
 Tophi with joint destruction
 Recurrent attacks despite prophylaxis
» Kidney disease with hyperuricemia

» Unusual presentation or distribution



Laboratory Testing Pearls

Condition First-line Tests
Osteoarthritis None required
Rheumatoid Arthritis RF, anti-CCP, ESR, CRP
Depression TSH, CBC, metabolic panel
Hypothyroidism TSH

Hyperthyroidism TSH, Free T4

Gallbladder Disease Liver enzymes, bilirubin
STls Based on symptoms

Gout Uric acid, joint fluid

Additional Tests
X-rays if needed

X-rays, ultrasound

Vitamin D, B12, folate
Free T4, TPO antibodies
Free T3, TSI, TRAB
Ultrasound, HIDA scan
HIV, syphilis, HBV, HCV

24-hr urine uric acid

Key Interpretations
Labs normal; diagnosis is clinical

RF/anti-CCP may be negative in
early disease

Rule out medical causes of depression
TPO antibodies predict progression
Suppressed TSH is earliest sign
Normal labs don't exclude stones
Consider window periods for testing

Uric acid can be normal during
attack!

Exam Tip: Remember that normal laboratory values do not exclude disease, particularly in osteoarthritis and early stages of autoimmune conditions. Clinical

presentation remains paramount.



Key Takeaways for the Menopause Certification Exam

5

Menopause is a window of vulnerability for multiple chronic conditions due to estrogen withdrawal effects across body
systems

Symptoms of common midlife diseases frequently overlap with menopausal symptoms, requiring careful differential
diagnosis

Route of hormone therapy administration significantly affects risk profiles, especially for gallbladder and thyroid
interactions

Early recognition and appropriate treatment improves outcomes across all six disease categories

A multidisciplinary approach is often needed to address the complex interplay between menopause and concurrent
medical conditions

Bottom Line: Think beyond hot flashes - menopause affects the whole woman across multiple organ systems and disease

processes!



Chapter 7
Osteoporosis

A comprehensive study guide for healthcare professionals based on the North American Menopause Society's
Menopause Practice: A Clinician's Guide, 6th Edition



What is Osteoporosis?

Osteoporosis is a skeletal disorder characterized by impaired bone
strength that increases fracture risk. It's most prevalent in
postmenopausal women, with bone loss reaching its peak during
the menopause transition.

Even women with osteopenia or normal BMD can have significant
fracture risk, highlighting the importance of comprehensive
assessment beyond density measurements alone.

The good news: effective prevention and treatment options are
available when properly implemented.

Bottom Line: Think bevond just low bone density - osteoporosis is



Pathophysiology - The Estrogen Connection

Normal Bone Remodeling
In premenopausal women, bone remodeling is balanced:

NE e Osteoclasts remove old bone
« Osteoblasts form new bone

* Process maintains bone mass stability

Estrogen Deficiency
During menopause transition:

T » Bone resorption increases rapidly

T
» Bone formation cannot keep pace
 Average loss: 2% per year for 5-10 years

* Total loss across menopause: 10-12% (equivalent to one T-score)
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Timeline of Bone Loss

Pre-menopause 1

Bone mass remains relatively stable with normal
remodeling processes.

2 Menopause Transition
Bone loss begins 1-3 years before final menstrual
period. Highest rate of loss occurs at approximately 2%

Late Post-menopause 3 per year and continues for 5-10 years post-menopause.

Rate of loss slows to about 0.5% per year. By age 80,
women have typically lost 30% of their peak bone mass,
with average hip T-score reaching -2.5.



Diagnhosing Osteoporosis

DXA Scan - The Gold Standard

Dual-energy X-ray absorptiometry (DXA) provides bone
mineral density measurements at key skeletal sites:

 Lumbar spine (L1-L4)
* Femoral neck
* Total hip

The T-score compares the patient's BMD to young, healthy
white women (used as the reference standard for all

ethnicities).

Normal

T-score >-1.0

Osteopenia
T-score -1.0to0-2.49

Osteoporosis

T-score <-2.5



Clinical Diagnosis of Osteoporosis

Not Just About T-Scores
BMD Measurement Fragility Fracture Low BMD + High FRAX Risk
T-score < -2.5 at any measurement site History of fracture from standing height or T-score in osteopenia range combined with
(spine, hip, or wrist) less, particularly hip or vertebral fracture, elevated fracture probability according to

regardless of T-score FRAX assessment

(*) Key Clinical Point

A 55-year-old woman with a hip fracture has osteoporosis even with normal BMD!



Who Should Get DXA Testing?

Screening Guidelines
Younger Postmenopausal Women with Risk Factors:

All Guidelines Agree:
 All women aged 65 years and older  Personal or family history of fracture
USBSTE Reconimendation: * Low body weight (less than 127 Ibs)

 Current smoking

» Rheumatoid arthritis diagnosis

« Medications causing bone loss (e.g., glucocorticoids)
« Early menopause (before age 45)

* Women ages 60-64 with elevated fracture risk




FRAX - Fracture Risk Assessment

The 10-Year Probability Tool
FRAX calculates the 10-year probability of:

Clinical Risk Factors

* Age, gender, BMI

« Major osteoporotic fracture (spine, hip, forearm, or humerus) - Previous fracture history

 Hip fracture specifically « Parental hip fracture
This validated tool is available for 63 countries with ethnic- * Current smoking status
specific databases, making it applicable across diverse * Glucocorticoid use
populations. * Rheumatoid arthritis

» Secondary osteoporosis
* Alcohol consumption (=3 units/day)

BMD Measurement
Femoral neck BMD (if available) can be incorporated for
improved accuracy.

The tool can still generate risk estimates without BMD
data.



Risk Factors - Low BMD vs. Fracture

Risk Factors for Low BMD Additional Risk Factors for Fracture
» Advanced age * Prior fragility fracture (most important predictor!)
 Thinness/low body weight « Falls and fall risk (balance issues, muscle weakness)
* Genetics/ethnicity (Caucasian, Asian) * Age (independent risk beyond BMD impact)
» Smoking history « Certain diseases (diabetes, COPD, Parkinson's)
* Previous personal fracture  Medications (PPls, antidepressants, anticonvulsants)
« Secondary causes (endocrine disorders, malabsorption)  Poor visual acuity

J Understanding this distinction is crucial: Some patients with moderate BMD loss may have high fracture risk due to these
additional factors.



Consequences of Fractures

Why Prevention Matters

Hip Fractures Vertebral Fractures
Average age: 82 years Often underdiagnosed
 5-8x increased mortality in first 3 * 10% excess mortality in first year
months « Chronic pain and discomfort
* >20% excess mortality within 1 year - Height loss and kyphosis
« 25% require long-term care - Reduced lung function

* 50% have permanent mobility loss » Impaired mobility

Psychological Impact
* Depression
» Fear of falling
» Social isolation
 Loss of independence

« Decreased quality of life



Nonpharmacologic Management

Foundation of Osteoporosis Care

Other Essential Measures

Calcium
* Regular weight-bearing exercise

» 800-1,200 mg total daily intake o Resistance training 2-3 times weekly

* Food sources preferred over : : : :
P o Walking, dancing, low-impact aerobics

supplements . .
: - Fall prevention strategies
* Avoid excess (>2,000 mg) due to

Balance trainin
kidney stone and CV risk ° d

- Most effective when correcting o Home safety assessment

deficiency o Vision correction
» Smoking cessation

» Moderate alcohol consumption

Vitamin D

» 600-800 IU daily for most women

» Target 25-OH vitamin D level ~20
ng/mL

» Higher doses may be needed in deficiency

* Very high doses may increase fall/fracture risk

i
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Who Needs Pharmacologic Treatment?

Treatment Thresholds
1 2 3
History of Fragility Fracture T-score = -2.5 Low BMD + High FRAX Risk
Any postmenopausal woman with previous Women with osteoporosis by BMD criteria at Women with T-scores between -1.0 and -2.5
hip or vertebral fracture should receive spine or hip require treatment to reduce (osteopenia) who have:
pharmacologic treatment, regardless of fracture risk. » 10-year major fracture risk 220% OR
BMD.

* 10-year hip fracture risk 23%

[ KeyPoint: Treatment decisions should be based on overall fracture risk assessment, not just BMD measurements!



Bisphosphonates - First-Line Therapy

FDA-Approved Bisphosphonates Fracture Reduction Efficacy
Alendronate Daily or weekly oral c ) 40-
70%
Risedronate Daily, weekly, or monthly Vertebral Fractures
oral All bisphosphonates demonstrate significant reduction
Ibandronate Monthly oral or quarterly IV
Zoledronic acid Yearly IV
G 40-
50%
Mechanism: Inhibit osteoclast-mediated bone resorption by Hip Fractures
L H : hibiting f | hosoh
binding to hydroxyapatite and inhibiting farnesyl pyrophosphate Alendronate, risedronate. and zoledronic acid
synthase.
) 20-
25%

Nonvertebral Fractures

Modest but clinically significant reduction



Bisphosphonate Side Effects & Monitoring

Common Side Effects Rare but Serious Concerns
* Oral forms:
o Esophageal irritation ) Osteonecrosis of Jaw (ONJ)
o Gastric upset Very rare with osteoporosis doses: 1 in
o Difficulty swallowing 10,000 to 100,000 patient-years. Higher
. IV forms: risk with dental procedures, cancer

o Acute phase reaction (first dose) doses.

o Flu-lik t
il esym? oms ® Atypical Femur Fractures (AFF)
o Fever, myalgia

. General: Risk increases after 2-3 years of use.

o Bone/muscle/joint pain Patients should report new thigh/groin

: o pain. Absolute risk remains low: 3.2-50
o Hypocalcemia (rare if vitamin D

cases per 100,000 person-years.
sufficient) > > J

Drug Holiday Considerations

After 3-5 years of treatment, reassess risk and
consider temporary cessation in low-risk
patients. Continue in high fracture risk patients.




Denosumab - RANK Ligand Inhibitor
The Injectable Option

Mechanism: Monoclonal antibody that binds to RANK ligand, preventing osteoc
formation, function, and survival
Dosing: 60 mg subcutaneous injection every 6 months

Efficacy Profile
 Vertebral fractures: 68% reduction

* Hip fractures: 40% reduction

 Nonvertebral fractures: 20% reduction

* Progressive BMD gains over 10 years of treatment

»
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Estrogen Therapy for Bone Health

The Original Bone Drug

Effectiveness Current Role

* Prevents bone loss at any age after « FDA-approved for prevention, not
menopause treatment of osteoporosis

 Reduces fractures by 34% (WHI data)  Consider when treating menopausal

» All formulations and routes effective symptoms concurrently
(oral, transdermal, vaginal) » Most beneficial when started

* Dose-dependent effect, with lower within 10 years of menopause
doses still providing benefit » Not recommended solely for

osteoporosis in women >10 years

post-menopause

Important Considerations
* Bone loss resumes quickly when estrogen is discontinued

* Plan transition to bisphosphonate when stopping

 Risk-benefit assessment should include non-skeletal effects

* Individualize decision based on patient characteristics



Anabolic Agents - Building Bone

When You Need to Build, Not Just Preserve

Teriparatide (PTH 1-34)
Recombinant parathyroid hormone fragment

» Daily subcutaneous injection

* 65% vertebral fracture reduction

* 35% nonvertebral fracture reduction
 Limited to 24 months lifetime use

Abaloparatide (PTHrP analog)
Parathyroid hormone-related protein analog

» Daily subcutaneous injection

* 86% vertebral fracture reduction

* 43% nonvertebral fracture reduction
» Similar 24-month usage limitation

|deal
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SERMs - Selective Estrogen Receptor Modulators
Targeted Estrogen Effects

Raloxifene Bazedoxifene + Conjugated Estrogen
First-generation SERM approved for osteoporosis Tissue-selective estrogen complex (TSEC)
* Bone effects: * Prevents bone loss effectively
o 30-50% vertebral fracture reduction * Treats menopausal symptoms (hot flashes)
o No effect on hip or non-vertebral fractures « Approved for prevention only
o Modest BMD increases (2-3%) « Favorable endometrial and breast safety profile
- Extra-skeletal effects:
o Reduces invasive breast cancer risk by 76% ® Best Candidates for SERMs
o May worsen hot flashes Younger postmenopausal women at risk for vertebral fractures who cannot take

Increases VTE risk similar to estrogen : :
0 J other therapies or have elevated breast cancer risk.
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Treatment Sequencing & Combinations

Long-Term Management Strategy

STEEBORETS Initial Assessment

« Comprehensive fracture risk evaluation
» Determine appropriate first-line therapy
 Set treatment goals and timeline

Treatment Pathway
Effective Sequences:

oS 1.Estrogen — Bisphosphonate (prevent rebound)
1.Anabolic agent — Antiresorptive (preserve gains)
1.Bisphosphonate — Denosumab (for high-risk after 5 years)

Monitoring
« BMD every 1-2 years initially
all0 * Less frequent monitoring once stable
» Reassess fracture risk periodically
 Evaluate for treatment failure

® Important Principle

Never combine antiresorptive agents (e.g., bisphosphonate + denosumab) as
this increases risk without additional benefit.



Special Considerations for Menopause

Preventing vs. Treating Bone Loss

During Menopause Transition _
Prevention Approach
« Rapid bone loss phase (2% per year)

- Prevention may be justified in high-risk women * Lower medication doses

 Estrogen therapy most effective during this window 7 S I IEEEE 8 (DI Sl pei

L : : : * Focus on lifestyle optimization
» Critical period for intervention yie op

 Estrogen often preferred option

Clinical Reality

A woman with T-score -1.5 at menopause will likely develop

osteoporosis by age 60 without intervention, due to the Treatment Approach

accelerated bone loss during this period. « Higher medication doses
* Fracture reduction as primary endpoint
* More aggressive pharmacotherapy

 Bisphosphonates typically first-line



Key Points for the Exam

Must-Remember Facts

1 Menopause represents a rapid bone loss phase averaging 2% per year for 5-10 years, resulting in approximately 10-12% total loss
across the transition.

>  Osteoporosis is diagnosed by T-score < -2.5 OR history of fragility fracture, regardless of BMD measurement.

3 FRAX assessment guides treatment decisions in the osteopenia range (T-score -1.0 to -2.49).

4 Bisphosphonates are first-line therapy for most patients with established osteoporosis.

5 Prior fracture is the strongest risk factor for future fracture, increasing risk 2-5 fold independent of BMD.

O Estrogen effectively prevents bone loss but rapid bone loss resumes when therapy is discontinued without transition planning.

7 Denosumab discontinuation requires transition to bisphosphonate therapy to prevent rebound bone loss and increased fracture risk.

8 Anabolic agents must be followed by antiresorptive therapy to maintain bone gains in severe cases.

Bottom Line: Osteoporosis is both preventable and treatable - early intervention can prevent fractures!



Study Tips

How to Master This Topic

Practice FRAX Calculations Exam Focus Areas

: o F isk BMD
Work through sample cases using the FRAX tool to racture nsk assessment beyond

become comfortable interpreting results and determining » Treatment thresholds and patient selection

treatment thresholds. « Drug mechanisms and appropriate sequencing

 Estrogen’s role in prevention and treatment

. ; » Managing medication side effects
f J Compare Medication Effects

» [dentifying candidates for specialist referral
Create comparison charts of antiresorptive vs. anabolic

agents, focusing on mechanisms, efficacy, and safety

© Clinical Integration

profiles.
Practice applying these concepts to case scenarios,
Q Map Treatment Pathways particularly for complex patients with multiple
Develop decision trees for different patient scenarios to comorbidities or treatment challenges.

understand appropriate sequencing of therapies.



Chapter 8
Cardiometabolic Disorders in Midlife Women

A comprehensive study guide for healthcare professionals based on the North American Menopause Society's
Menopause Practice: A Clinician's Guide, 6th Edition



Why Cardiometabolic Health Matters in Menopause
Medicine

Leading Cause of Mortality Prevalent Conditions Critical Transition Period
Cardiovascular disease is the leading Hypertension affects more than 75% The menopausal transition represents
killer of women worldwide, causing of women over 60, while a critical window requiring proactive
more deaths than all cancers hyperlipidemia and metabolic assessment and management of
combined. Risk profile changes syndrome increase markedly during cardiometabolic risk factors to
significantly during and after the menopause due to hormonal changes prevent long-term complications.
menopausal transition. and aging.

Understanding these interconnected conditions is essential for providing comprehensive menopausal care that extends beyond

vasomotor symptom management.



Menopause & Cardiovascular Risk: Beyond the Myths

Traditional View vs. Current Evidence

While menopause has traditionally been viewed as directly increasing
cardiovascular disease risk, current evidence presents a more nuanced
relationship between estrogen decline and vascular health.

Actual Physiological Changes

* No clear acceleration of absolute CVD rates immediately at menopause
» LDL-C and total cholesterol increase measurably in the year following menopause
 Carotid atherosclerosis progression accelerates during late perimenopause

While chronological age remains the primary driver of cardiovascular risk,



Early Menopause & Cardiovascular Risk

2-3X 35

Increased MI Risk Critical Age Threshold
Women experiencing early menopause before age 40 have a two Menopause before age 35 requires particularly aggressive
to three-fold higher risk of myocardial infarction compared to cardiovascular risk factor modification and long-term monitoring.

women with normal-timed menopause.

Both surgical and natural early menopause increase cardiovascular risk, with the Nurses' Health Study demonstrating particularly
elevated risk in women who smoke. The association follows a clear pattern: the younger the age at menopause, the higher the long-

term cardiovascular risk.



Hormone Therapy & Cardiovascular Disease

The Critical Window Hypothesis

1 Age <60 or Within 10 Years
* No increased coronary heart disease risk
 Potential reduction in coronary events

» Lower absolute stroke risk due to younger age

2 Age >60 or >10 Years Post-Menopause
* Increased risk of stroke (40% in WHI)
« Higher venous thromboembolism risk

* No cardiovascular protective benefit

Current evidence clearly demonstrates that hormone therapy should NOT be recommended for primary or secondary cardiovascular
disease prevention. However, for symptomatic women within the appropriate age range and risk profile, HT remains reasonable for

symptom management.



Hormone Therapy & Specific Cardiovascular
Outcomes

Coronary Heart Disease

Venous Thromboembolism

* Doubled risk with oral hormone therapy

Age stratification is critical: younger women show no : :
J young  Risk emerges early (first 1-2 years of use)

increased risk and possible benefit, while older women

: : , « Lower doses may reduce risk profile
experience potential early harm with no long-term

.  Transdermal route appears significantly safer
cardiovascular advantages. PP g y

Stroke

Oral hormone therapy increases stroke risk by
approximately 40% according to Women's Health Initiative
data. Risk is lower in women under 60, and transdermal
administration may carry less risk based on observational
evidence.



Hypertension in Menopause

The Post-Menopause "Bump” in Blood Pressure

90- Mechanisms Behind Menopausal Hypertension

 Estrogen withdrawal effects on vascular tone
60- * Increased weight and central adiposity

* Enhanced salt sensitivity

» Reduced nitric oxide production

304

« Sympathetic nervous system activation

, . | | The 2017 ACC/AHA guidelines lowered the diagnostic threshold
] pre‘{f;‘Tence in Woﬁgen [] pre63'29|ence in Me;m to 130/80 mmHg, leading to more women being diagnosed with
(%) (%) hypertension requiring management.



Hypertension Management in Menopausal Women

Treatment Thresholds First-Line Medications
» Stage 1 HTN: 130-139/80-89 mmHg * Thiazide diuretics (chlorthalidone preferred)
» Stage 2 HTN: 2140/90 mmHg * ACE inhibitors
 Treatment goal: <130/80 for most patients » Angiotensin receptor blockers

e Calcium channel blockers

G The SPRINT Trial demonstrated that intensive blood pressure control (targeting <120 mmHg systolic) reduced
cardiovascular events but increased the incidence of side effects including dizziness, syncope, and electrolyte

abnormalities. For menopausal women, individualizing targets based on overall risk profile and comorbidities is
essential.



Lipid Changes During the Menopausal Transition

Menopause-Related Lipid Changes

* LDL cholesterol increases approximately 3-4% following menopause
* Non-HDL cholesterol levels rise significantly

* Enhanced LDL oxidation increases atherogenicity

« Changes occur independently of chronological aging

Clinical Significance

These lipid alterations contribute directly to increased cardiovascular risk in postmenopausal women. Lifestyle interventions
including dietary modification, increased physical activity, and weight management can effectively mitigate these changes.

The year immediately following menopause represents a critical window for lipid changes and interventions.



Cholesterol Management in Menopausal Women

2013 ACC/AHA Guidelines Risk-Based Approach

Clinical CVD

- Women with established cardiovascular disease should receive high-intensity statin therapy regardless of baseline LDL levels.
LDL 2190 mg/dL

2 Women with severe hypercholesterolemia require high-intensity statin therapy to reduce atherosclerotic risk.
Diabetes + Age 40-75

3 Diabetic women in this age range benefit from at least moderate-intensity statin therapy even without calculating risk score.
10-year ASCVD Risk 27.5%

4

Women with elevated calculated risk should receive moderate-to-high intensity statin therapy based on risk level and comorbidities.

The ASCVD Risk Calculator incorporates age, race, cholesterol values, blood pressure, diabetes status, and smoking history to estimate 10-year
risk of myocardial infarction or stroke in women aged 40-79 years.



Metabolic Syndrome in Menopausal Women

The Clustering of

Cardiometabolic Risk Factors
Prevalence and Significance

Between 50-85% of postmenopausal women have at least one feature of metabolic
_sl_)(]ndrome, with prevalence increasing with age. The condition substantially increases risk

e primary drivers of metabolic syndrome in menopausal women are insulin resistance
O for both cardiovascular disease and type 2 diabetes.

and central obesity, both of which worsen following the hormonal changes of menopause.

©  Waist 235 inches
Abdominal obesity measured by waist circumference =88 cm

O TG 2150 mg/dL
Elevated triglycerides or treatment for this lipid abnormality

¢ HDL <50 mg/dL



Diabetes and the Menopausal Transition

Type 2 Diabetes Prevalence in Women

301

204

10+

0=

Overall 45-64 265

Prevalence varies significantly by ethnicity, with highest rates
in American Indian/Alaska Native women, followed by
Hispanic, Black, Asian, and White women.

Menopause Effects on Glucose Metabolism

* Insulin resistance increases significantly
» Central adiposity accumulation worsens
 Carbohydrate tolerance decreases

» Hepatic glucose production increases

Hormone Therapy & Diabetes Risk

The Women's Health Initiative demonstrated a 14-19%
reduction in type 2 diabetes incidence among women using
hormone therapy. However, HT is not recommended solely for
diabetes prevention despite potential metabolic benefits.



Diabetes Screening & Prevention in Midlife Women

—— —0— —0—

When to Screen
 All women =45 years every 3 years
* Earlier if BMI =25 plus additional

risk factors
» Annual screening for those with

prediabetes

Diagnostic Criteria
Prediabetes: FPG 100-125 mg/dL OR
HbA1c 5.7-6.4%

Diabetes: FPG =126 mg/dL OR
HbA1c =26.5% OR 2-hour OGTT =200
mg/dL OR random glucose =200
mg/dL with symptoms

Prevention Strategies

The Diabetes Prevention Program
demonstrated a 58% reduction in
diabetes incidence with intensive

lifestyle intervention versus 31% with
Kewfptgiyentions: 7% weight loss +
150 minutes weekly exercise



Diabetes Treatment in Postmenopausal
Women

Medication Selection Strategy

8o

First Line

Metformin plus comprehensive lifestyle modification remains
the foundation of initial treatment for all patients.

Known CVD

Add empagliflozin (SGLTZ2 inhibitor) or liraglutide (GLP-1
agonist) which have proven cardiovascular benefit.

No Known CVD

Individualize based on comorbidities, hypoglycemia risk, weight
effects, cost, and patient preferences.

HbA1c Targets by Patient Profile

Patient Category Target HbA1c
Healthy younger women <7.0%

Older women/limited life <8.0%
expectancy

High hypoglycemia risk <8.0%

) Hypoglycemia represents a major safety concern in older women,
increasing fall risk and cardiovascular events. Conservative targets
are appropriate for women with limited life expectancy or high
hypoglycemia vulnerability.

SGLT-2 inhibitors and GLP-1 receptor agonists offer cardiovascular
protection beyond glucose control and should be prioritized in high-risk
women.



Lifestyle Interventions: Foundation for

Cardiometabolic Health

Physical Activity Nutrition

* >150 min/week moderate exercise OR » Mediterranean or DASH dietary pattern
« 75 min/week vigorous activity » <7% saturated fat, avoid trans fats
 Resistance training 2-3x/week » Sodium <1.5 g/day for hypertension
 Improves insulin sensitivity and * Plant sterols can lower LDL-C by 6-15%

cardiovascular function

Weight Management
» Target BMI 18.5-24.9 kg/m?
» Waist circumference <35 inches

* Even 10% weight loss significantly

improves all parameters

» Focus on sustainable habits over rapid

weight loss



Aspirin for Primary Prevention: New Restrictive Guidelines

Previous Evidence in Women
The Women's Health Study demonstrated that 100 mg aspirin every other day
reduced ischemic stroke by 17% but increased gastrointestinal bleeding risk by 40%.
Clinical Decision Factors

* Individualized approach required

» Carefully balance CV benefit vs. bleeding risk

 Consider only in women with life expectancy =10 years

* Patient must be willing to take long-term
 Shared decision-making essential

2019 ACC/AHA



Cardiovascular Risk Assessment Tools

B o0
ASCVD Risk Calculator Framingham Risk Score
Preferred tool for women ages 40-79 years Older but still utilized risk calculation tool
Includes: age, race, cholesterol levels, blood pressure, 10% or higher indicates elevated 10-year risk

diabetes status, and smoking history Less robust for stroke prediction in women

Provides 10-year risk of myocardial infarction or stroke Does not account for race/ethnicity differences

>7.5% considered high risk threshold for statin
consideration

() Additional Risk Enhancers: Family history of premature CVD, history of pregnancy complications (preeclampsia,

gestational diabetes), early menopause, inflammatory conditions, elevated lipoprotein(a), and elevated high-sensitivity
CRP should be considered when refining risk assessment.



Special Populations: Reproductive History Impact

Pregnancy-Related Risk Factors Early Menopause Considerations
 Consider hormone therapy until natural menopause age
Condition CVD Risk Impact | . Py S nEt > ¢
(average 51) in women with POIl/early menopause
Preeclampsia 1.65-3.61x increased IHD risk * Implement more aggressive risk factor modification
* Initiate earlier screening for all CV risk factors
Gestational diabetes 2-7x future diabetes risk
Ethnic-Specific Considerations
Preterm delivery 1.4-2.0x increased CV risk
 Cardiovascular risk varies significantly by ethnicity
Pregnancy serves as a "stress test" revea“ng under|ying * ASCVD calculator includes ethnic-specific databases
cardiovascular vulnerability that may manifest decades later » South Asian women: Lower waist circumference threshold
during menopause. (31.5 inches vs standard 35 inches)

 Black women: Higher stroke risk at equivalent risk factor
levels



Monitoring & Follow-up Protocols

1 Blood Pressure Monitoring
« Monthly until controlled to target
» Annual monitoring once stable
« Home monitoring highly encouraged for improved control
 24-hour ambulatory monitoring for suspected white-coat or masked hypertension

2 Lipid Monitoring
* Check lipids 4-12 weeks after statin initiation
» Annual monitoring once stable
* Focus on medication adherence rather than specific LDL targets
« Monitor liver enzymes if symptoms suggest hepatotoxicity

3 Diabetes Monitoring
* HbA1c every 3-6 months depending on control
« Annual comprehensive diabetes care (retinopathy, nephropathy, neuropathy)
« Regular foot examinations
» Self-monitoring based on medication regimen and hypoglycemia risk



Integrated Approach to Cardiometabolic Health

Risk Stratification Process Treatment Prioritization

1.Calculate ASCVD risk using validated calculator
1.Assess menopause timing and symptom burden
1.Screen for diabetes/prediabetes based on risk 2
1.Measure blood pressure at every clinical encounter

1.Evaluate complete lipid profile

[

WA

¢ Lifestyle Foundation

Diet, exercise, weight management as the cornerstone of all interventions

2 Blood Pressure Control
Target <130/80 mmHg for most patients

8 Statin Therapy

Based on calculated risk and comorbidities

‘2 Diabetes Management

If present, with cardiovascular risk reduction focus

¢ Hormone Therapy

For symptoms in appropriate candidates



Key Exam Points: Must-Remember Facts

1 CVD Mortality

Cardiovascular disease is the #1 killer of women worldwide, yet awareness of this fact remains surprisingly low among both patients
and providers.

> Early Menopause Risk

Early menopause (before age 40) represents an independent cardiovascular risk factor requiring aggressive prevention strategies.

3 Hormone Therapy Timing
HT is generally safe when initiated before age 60 or within 10 years of menopause but NOT recommended for cardiovascular disease
prevention.

4 Metabolic Changes

Menopause causes measurable increases in LDL-C and significant metabolic alterations that contribute to long-term cardiovascular
risk.

5 Blood Pressure Targets
Current guidelines recommend treating to <130/80 mmHg for most patients following the 2017 ACC/AHA hypertension guidelines.

Clinical Pearl: Think beyond hot flashes - menopause represents a critical cardiometabolic transition requiring comprehensive care addressing

multiple risk factors simultaneously!



Study Tips for Mastering Cardiometabolic Disorders

]

Guidelines

Master the 2017 ACC/AHA hypertension guidelines
and 2013 cholesterol management recommendations,
focusing on sex-specific implications.

HT Timing

Understand the critical window hypothesis for
hormone therapy and its cardiovascular implications
based on age and years since menopause.

Risk Calculations

Practice using the ASCVD risk calculator with sample
cases to become comfortable with risk stratification in
clinical scenarios.

Additional Study Strategies

« Memorize diabetes diagnostic criteria and screening

thresholds for different risk groups
* Practice the integrated approach to managing multiple

coexisting conditions
» Learn ethnic variations in risk thresholds and treatment responses

* Create flashcards for key statistics and risk multipliers

« Review case studies of menopausal women with different
cardiovascular risk profiles



	Slide 1
	Slide 2
	Slide 3
	Slide 4
	Slide 5
	Slide 6
	Slide 7
	Slide 8
	Slide 9
	Slide 10
	Slide 11
	Slide 12
	Slide 13
	Slide 14
	Slide 15
	Slide 16
	Slide 17
	Slide 18
	Slide 19
	Slide 20
	Slide 21
	Slide 22
	Slide 23
	Slide 24
	Slide 25
	Slide 26
	Slide 27
	Slide 28
	Slide 29
	Slide 30
	Slide 31
	Slide 32
	Slide 33
	Slide 34
	Slide 35
	Slide 36
	Slide 37
	Slide 38
	Slide 39
	Slide 40
	Slide 41
	Slide 42
	Slide 43
	Slide 44
	Slide 45
	Slide 46
	Slide 47
	Slide 48
	Slide 49
	Slide 50
	Slide 51
	Slide 52
	Slide 53
	Slide 54
	Slide 55
	Slide 56
	Slide 57
	Slide 58
	Slide 59
	Slide 60
	Slide 61
	Slide 62
	Slide 63
	Slide 64
	Slide 65
	Slide 66
	Slide 67
	Slide 68
	Slide 69
	Slide 70
	Slide 71
	Slide 72
	Slide 73
	Slide 74
	Slide 75
	Slide 76
	Slide 77
	Slide 78
	Slide 79
	Slide 80
	Slide 81
	Slide 82
	Slide 83
	Slide 84
	Slide 85
	Slide 86
	Slide 87
	Slide 88
	Slide 89

