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Burden of Suffering

The median age of menopause in American women is 51 years (range
41–59),1,2 but ovarian production of estrogen and progestin begins to de-
cline years before the complete cessation of menses. Lower levels of circu-
lating estrogen contribute to accelerated bone loss, vulvovaginal atrophy,
changes in urethral mucosa and vaginal flora3 and substantial rises in total
and low-density lipoprotein cholesterol (LDL-C) that occur during the
p e r imenopausal and postmenopausal period.4,5 Hormonal changes pro-
duce vasomotor symptoms (“hot flashes”) in 50–85% of women by the
time of menopause.1,2,6,7 Hot flashes may be severe in 20% of women, may
contribute to sleep disturbances and somatic symptoms, and are present 4
years after menopause in 20% of women.1,7 Urogenital symptoms (dys-
pareunia, dysuria, incontinence, and urinary tract infections) are also
common in postmenopausal women: up to 45% of women complain of
vaginal dryness after menopause,8 and 10–15% of women over age 60 have
frequent urinary tract infections.9

The average life expectancy of an American woman reaching
menopause is approximately 30 years. Many of the most important causes
of morbidity in older women (cardiovascular disease, osteoporosis, and
various cancers) appear to be influenced by female hormones. Cardiovas-
cular disease is the leading cause of morbidity and mortality in post-
menopausal women: nearly half will develop coronary heart disease
(CHD) in their lifetime, 30% will die from CHD (more than 230,000
women per year), and 20% will have a stroke.10–12 An estimated 1.3 million

RECOMMENDATION

Counseling all perimenopausal and postmenopausal women about the po-
tential benefits and risks of hormone prophylaxis is recommended. There
is insufficient evidence to recommend for or against hormone therapy for
all postmenopausal women. Women should participate fully in the deci-
sion-making process, and individual decisions should be based on patient
risk factors for disease, clear understanding of the probable benefits and
risks of hormone therapy, and patient preferences (s e eClinical Intervention) .
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osteoporosis-related fractures occur each year in the U.S., nearly all in
postmenopausal women.13 A 50-year-old white woman is estimated to have
a 16% chance of eventually suffering a hip fracture and a 32% risk of ver-
tebral fracture.11 In comparison, the lifetime probability of developing en-
dometrial cancer and breast cancer is only 2.6% and 10%, respectively,
and the chance of dying from these cancers is only 0.3% and 3%.12

Efficacy of Chemoprophylaxis

Controlled trials of the effects of hormone therapy on clinical endpoints
are difficult because of the large numbers of subjects and long follow-up
required. The recently launched Women’s Health Initiative, a multicenter
randomized trial with 25,000 women assigned to placebo, estrogen alone
(for women with prior hysterectomy only), or combined estrogen-prog-
estin therapy, should provide important new evidence, but results will not
be reported for 8–12 years.14 Additional information may come from sec-
ondary prevention trials examining the benefits of hormone therapy in
women with CHD or cerebrovascular disease. Numerous cross-sectional,
case-control, and cohort studies, however, suggest that postmenopausal es-
trogen therapy has important effects on a number of major clinical out-
comes.12

Osteoporotic Fractures. There is good evidence from retrospective studies
and clinical trials that oral or parenteral estrogen can reduce the rate of
bone loss and improve bone mineral density in postmenopausal women.15

In epidemiologic studies16–20 and nonrandomized clinical trials,21 use of
postmenopausal estrogen was associated with a decreased rate of fractures
of the hip, forearm and spine. An overview of 11 studies estimated that risk
of hip fracture was reduced 25% among women who had used estrogens;12

greater benefit has been observed with current use (vs. past use), long-
term use (>5 years), and therapy begun close to menopause. Since accel-
erated bone loss resumes when estrogen is discontinued, hormones may
be needed indefinitely to provide maximal protection after age 75, when
risk of fracture is highest.22 One model predicted that fracture risk in
women ages 75–85 would be reduced 73% in women who took estrogen
continuously after menopause, 57–69% in women who began therapy at
age 65, and only 23% in women who began therapy at menopause but
stopped at age 65.23 Several studies have reported that past estrogen use
provides minimal or no protection to women over age 75 in terms of bone
density24 or reduced risk of hip fracture.20,25,26

Coronary Heart Disease and Lipids. Numerous studies have demonstrated
significantly lower risks of fatal and nonfatal CHD among postmenopausal
women taking estrogen.12,27 Overviews of these studies have estimated a

830 Section II: Immunizations /Chemoprophylaxis

DR
.R

UP
NA

TH
JI(

 D
R.

RU
PA

K 
NA

TH
 )



37–44% reduction in risk of CHD among ever-users of estrogen.12,28 In the
Nurses’ Health Study, one of the largest and best-designed studies, the
beneficial effect was most evident in current users of estrogen (relative risk
(RR) of major CHD = 0.56) and diminished in former users (RR = 0.83);
benefit of estrogen did not increase with long-term use.29 Studies of
women undergoing angiography report less severe coronary stenosis
among women taking estrogen,28,30,31 and one follow-up study of women
with angiographically confirmed coronary disease reported reduced mor-
tality in those who had taken estrogen.32 Generalizing from angiographic
studies is problematic, since they do not examine a representative sample
of hormone users and non-users.

Whether age or other risk factors modify the cardiac benefits of estro-
gen is uncertain.28 Some studies reported a reduced benefit of estrogen
(or even increased risk) in smokers,33,34 while others reported comparable
or greater benefits in smokers compared to nonsmokers.29 Similarly, some
studies reported that protective effects of estrogen were lower among
older women (over age 60),29,33 but others observed protective effects of
estrogen independent of age35 and in cohorts of elderly women.28,36

The beneficial effects of estrogen on serum lipids are believed to be re-
sponsible for some but not all of the observed reduction in the risk of
C H D .3 5 – 3 7 In short-term studies, oral estrogen therapy lowers LDL-C
14–20% and raises high-density lipoprotein cholesterol (HDL-C) 15–20%,
but it also raises serum triglycerides 24–38%.3 8 , 3 9 These effects are mediated
through first-pass effects of oral estrogen on hepatic cholesterol metabolism;
transdermal and vaginal estrogens, which circumvent this first-pass effect,
have less effect on serum lipids.3 8 Beneficial effects of estrogen on vascular
t o n e4 0 , 4 1 or lipid oxidation4 2 represent additional mechanisms by which es-
trogen therapy may reduce cardiovascular risk, independent of effects on
serum lipid levels.

Whether or not combined estrogen-progestin therapy has similar ef-
fects on CHD remains a matter of considerable debate.12 The use of prog-
estins attenuates the beneficial effects of estrogen on HDL-C, but effects
depend on dose, duration, and type of progestin.39 The effects of four dif-
ferent hormone regimens on cardiovascular risk factors were examined in
the 3-year “PEPI” trial,43 which randomized 875 women to: placebo; un-
opposed conjugated equine estrogen (CEE) 0.625 mg daily; daily CEE
(0.625 mg) plus cyclic medroxyprogesterone acetate (MPA) (10 mg/day
for 12 days each month); daily CEE (0.625 mg) plus daily MPA (2.5 mg);
or daily CEE (0.625 mg) plus cyclic micronized progesterone (MP) (200
mg/day for 12 days each month).43 Compared to placebo, all hormone
regimens decreased LDL-C (7–10%), decreased fibrinogen (1–11%), and
increased triglycerides (6–7%), without significant effects on blood pres-
sure or insulin responsiveness. Increases in HDL-C were significantly
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greater with unopposed estrogen or estrogen with cyclic MP (+9–11%)
than with regimens using MPA (+4%).

These results suggest that MPA, the most commonly prescribed pro-
gestin in the U.S.,44 may attenuate the cardiac benefits of estrogen ther-
apy, but the importance of this physiologic effect remains controversial.12

In a large cross-sectional survey, women taking estrogen and progestins
(largely MPA) had lipid levels comparable to women taking unopposed es-
trogen.45 In two recent observational studies, estrogen/progestin therapy
and unopposed estrogen each were associated with significant and com-
parable reductions in risk of CHD compared to women who did not use
hormones.46,47 The effects of progestins on other estrogen-sensitive end-
points (vascular tone, lipid oxidation) have not yet been clearly de-
fined.45,48

Cerebrovascular Disease. Studies to date have not demonstrated a consistent
association between postmenopausal hormone use and cerebrovascular
disease.12 Individual studies have demonstrated significant increases (pri-
marily in smokers)33 or decreases49,50 in stroke risk among women who re-
port ever having used estrogen. A pooled estimate of risk from 15 studies
calculated that there was no significant effect of estrogen use on risk of
stroke among ever-users versus never-users.12 The failure to distinguish be-
tween ischemic and hemorrhagic strokes is a limitation of most studies,
since risk factors are distinct for each stroke type. In the Nurses’ Health
Study, there was no significant effect of current use or past use of estrogen
on risk of any stroke, ischemic stroke, or hemorrhagic stroke.29 This find-
ing is consistent with the observation that serum lipids are weaker risk fac-
tors for stroke than for heart disease.51,52 There are few data on the effects
of progestins on stroke. A Swedish cohort study reported significantly
lower risk of stroke among women taking combination therapy (and
among women taking unopposed estrogen) than in the general popula-
tion, but it could not adjust for differences in other stroke risk factors.53

Other Potential Benefits of Hormone Therapy. Estrogen taken orally, transder-
mally, or vaginally is effective in relieving vulvovaginal atrophy and uro-
genital symptoms.3,7 These benefits may help improve sexual function, but
independent effects of estrogen on libido or sexual responsiveness have
not been clearly demonstrated.3 Vaginal estrogen cream reduced recur-
rence of urinary tract infections in a randomized trial in older women.54

The effects of estrogen on mood and cognitive function have been incon-
sistent.3 In a small randomized trial among women without menopausal
symptoms, estrogen significantly improved depression scores but not
scores on several other psychological indices.55 There was no evidence of
an effect of past or current estrogen therapy on cognitive function in a
large cross-sectional study in a retirement community.56 Two case-control
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studies reported a reduced risk of Alzheimer’s disease (AD) among
women who were currently using estrogen57 or had previously used estro-
gen,58 but a third study found no association between estrogen therapy
and AD.59

Potential Risks of Hormone Therapy: Endometrial Cancer. Prolonged use of un-
opposed estrogens increases the risk of endometrial hyperplasia and en-
dometrial cancer.60–62 Risk appears elevated at all doses and increases with
dose and duration of therapy. A recent meta-analysis of 37 observational
studies reported that risk was increased almost 6-fold among women who
used estrogen for 5–10 years, and more than 9-fold with use for more than
10 years.60 Although association was strongest for early stage, noninvasive
tumors that have a good prognosis, the risks for invasive cancer (RR = 3.8;
95% confidence interval [CI], 2.9 to 5.1) and for endometrial cancer
death (RR = 2.7; 95% CI, 0.9 to 8.0) were also increased among women
who had used estrogen.

Both continuous and cyclic regimens of progestins prevent estrogen-in-
duced endometrial hyperplasia.43,63 In the PEPI trial, incidence of adeno-
matous or atypical hyperplasia was similar among women taking various
combination therapies or placebo (0–2%), compared to 34% among
women on unopposed estrogen.43 Several observational studies and a
small trial reported that women taking estrogen with cyclic MPA had a
lower risk of endometrial cancer than did women who never took hor-
mones, but several more recent case-control studies observed nonsignifi-
cant 2-fold increases in endometrial cancer.6 0 One study reported
increased risk only when progestins were taken for fewer than 10 days each
month.64 There are few data on cancer risk with other progestin regimens
(i.e., daily). For women who do not tolerate daily or monthly progestins,
regular endometrial surveillance (annual endometrial biopsy) or less fre-
quent progestin cycles (e.g., every 3 months) have been proposed as alter-
native ways to reduce risks of estrogen; neither of these methods has been
adequately assessed for its ability to prevent endometrial cancer, however.

Breast Cancer. Endogenous estrogen appears to be important in the etiol-
ogy of breast cancer, but the effect of exogenous estrogens on breast can-
cer risk remains uncertain.65,66 More than 40 observational studies, and 6
meta-analyses of individual studies, have examined the association be-
tween postmenopausal estrogen therapy and the risk of breast cancer, with
varying results.12,67–71 Although cancer risk was not increased among
women who had ever used postmenopausal estrogens, several overviews re-
ported a modest but significant increase in risk among women who were
currently using estrogen (RR = 1.2–1.4)70,71 or had used estrogen for long
periods (RR = 1.2–1.3 for durations >10–15 years).12,69–71 These findings
were affirmed in a 1995 report from the Nurses’ Health Study, with over
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725,00 person-years of follow-up: risk of breast cancer was increased only
among current, long-term users (>5 years) of hormones and increased
with age. Compared to women who had never taken hormones, breast can-
cer incidence among current long-term users of hormones was increased
50%.72 Risk was not increased among past users of hormones, however,
even those who took hormones for long periods. There was no clear effect
of dose of estrogen on risk in most studies.

A number of studies reported that women who develop breast cancer
during estrogen therapy have earlier disease at diagnosis,73–76 lower rates
of metastasis,75 and longer survival with breast cancer,74,77,78 compared to
women with cancer who had never used estrogen. These findings suggest
that some of the apparent increase in cancer incidence among women tak-
ing estrogens may be due to earlier diagnosis (i.e., “surveillance bias”)79,80

or effects of estrogen on well-differentiated cancers with better progno-
sis.75,76 The effect of hormones on breast cancer mortality is not consis-
tent. There was no association between past or current estrogen use and
death from breast cancer in the Nurses Health Study,72 in long term fol-
low-up of a smaller British cohort,81 or in 12-year follow-up of 23,000
Swedish women prescribed hormones.82 Among a subgroup of current
long-term users in the Nurses’ Health Study, however, breast cancer mor-
tality was increased (RR = 1.45, 95% CI, 1.01 to 2.09).72 The lack of risk at-
tributable to past hormone use may indicate that hormones promote
growth of existing cancers rather than cause new cancers.77

There is little evidence that adding progestins to estrogen therapy in-
fluences the risk of breast cancer. An early study that reported protective
effects of progestins83 has been largely discounted due to methodologic
flaws. In more recent studies, the risks associated with combination ther-
apy are comparable to those observed for estrogen alone.84–86 Estrogen-
progestin therapy was associated with modest but significant increases in
risk in three large cohort studies with long-term follow-up (RR
=1.2–1.6)72,76,87 but no increase in a recent community-based case-control
s t u d y .8 7 a In the only long-term controlled trial of hormone therapy, 84
p a i r s of institutionalized women were randomized to 2.5 mg/day conju-
gated estrogen plus cyclic MPA, or placebo for 10 years. After an additional
12 years of follow-up, none of 116 women who had ever received hormone
therapy (during trial or follow-up) developed breast cancer, compared to
6 of 52 controls who never received therapy (p < 0.01).88 The select nature
of the participants precludes generalizing these results to the average per-
imenopausal woman.

Thrombosis, Gallbladder Disease, Glucose Tolerance, and Other Side Effects. High-
dose estrogen has been associated with alterations in clotting factors and an
increased risk of thrombosis in studies of early contraceptives and in a trial
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of estrogen therapy in men with CHD.48 There is no clear evidence of an
increased risk of clinical thrombosis in women taking postmenopausal es-
trogens, however.12,89 High-dose CEE (2.5–5 mg daily) doubled the inci-
dence of gallbladder disease in a trial in men90 and in a small trial in
postmenopausal women.91 Several larger observational studies report a sim-
ilar 2–3-fold increased risk of gallstone disease or cholecystectomy among
women taking postmenopausal estrogen;92,93 this effect was not consistently
seen in smaller studies.94,95 Transdermal estrogens, which avoid first-pass
effects on the liver, may have less effect on thrombosis and gallbladder dis-
ease. In the PEPI trial, neither estrogen nor estrogen/progestin therapy had
a significant effect on mean systolic blood pressure or glucose tolerance,
and all hormone regimens lowered fibrinogen levels.43

Estrogen and progestin each can cause unpleasant side effects. Prog-
estin is a more common cause of bothersome side effects, including bloat-
ing, headache, irritability, and depression; the most prominent effect of
estrogen is breast tenderness. Many of these side effects subside with con-
tinued treatment or can be relieved by adjusting dose or timing of admin-
istration. Women who have not had a hysterectomy will experience
resumption of menses while taking cyclic progestins. Up to 40% of women
on continuous progestins will experience erratic and unpredictable bleed-
ing within the first 6 months, but 75–95% have amenorrhea after 12
months.3,7,96

Limitations of Epidemiologic Evidence. There are some important limitations
in the ability to predict the benefits and risks of long-term hormone ther-
apy from currently available studies: the average duration of hormone use
in most studies was relatively short (several years), most long-term users of
hormones had specific indications for estrogen therapy (e.g., early
menopause, surgical menopause, persistent symptoms, or osteoporosis),
and few women had used long-term progestin or regimens other than
cyclic MPA.44 In many studies, differences between hormone users and
never-users may have independently influenced the risk of specific diseases
or death. Compared to never-users, women who take estrogen are: thin-
ner, better educated, and of higher income; more likely to exercise and
drink alcohol; more likely to have had a surgical menopause and less likely
to have a family history of breast cancer; in more frequent contact with
physicians; and, by definition, compliant with medical therapy.45,50,97–99

Although “selection bias” (i.e., the greater tendency for low-risk, healthy
women to take hormones) may exaggerate the protective effects of estro-
gen on CHD, it is unlikely to account for the large and consistent effects
seen in multiple studies. Confounding, selection bias, and surveillance bias
are of greater concern when the observed associations are weak and in-
consistent (i.e., breast cancer). The net effect of these different biases is
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difficult to predict, and they could plausibly have increased or decreased
the risk of breast cancer among hormone users in observational studies.

Risk-Benefit Analyses. Several analyses have estimated the net benefit of pro-
longed hormone therapy for the average postmenopausal woman.12,100–102

Because CHD is much more common than breast cancer after the
menopause,11 both estrogen and estrogen-progestin therapy are predicted
to prolong life expectancy for most women even if the risk of breast cancer
is increased up to 50%.101,102 Predicted benefits exceed those of most other
preventive interventions in older women101 and are particularly large for
women at increased risk of CHD (>2-year average increase in life ex-
pectancy).12,101 For women at high risk of breast cancer and low risk of CHD,
effects may be small or even adverse, depending on the influence of prog-
estins on these outcomes. These predictions assume that the effects of es-
trogen are independent of age, race, or underlying risk factors, but data on
the effects of long-term hormone use are limited for some important groups
of women: women over age 70, black women, and women who are obese.
Cost-effectiveness of therapy is highly sensitive to costs of medication and
follow-up visits. In a British study, combined estrogen-progestin therapy was
predicted to cost roughly $10,000 per quality-adjusted life-year gained, as-
suming an annual cost of less than $150 for medications and follow-up.100

A 1995 report of the Office of Technology Assessment estimated that un-
opposed estrogen would cost up to $25,000 per year of life gained, and that
therapy begun at age 65 might be even more cost-effective.114,115

Effectiveness of Counseling

Few studies have examined the effectiveness of physician counseling of
asymptomatic postmenopausal women to use estrogen. Long-term com-
pliance with estrogen therapy may be limited by side effects, concerns
about cancer risk, or inconvenience of taking daily medication.103 In one
study, up to 20–30% of women never had their prescriptions for estrogen
filled; of those who began therapy, 20% discontinued the drug within 9
months.104 The strongest determinants of use in one survey were a clear
physician recommendation and knowledge that estrogen deficiency was a
risk factor for osteoporosis.105 Women who have documented low bone
density appear more likely to take hormone therapy,106 but up to 40% of
those with low bone density in one study did not comply with recommen-
dations to take hormone therapy.107 Studies have demonstrated that tar-
geted education and screening for osteoporosis or heart disease
prevention can increase the proportion of women remaining on hormone
therapy to over 80%.107,108

In women without a hysterectomy, breakthrough bleeding or with-
drawal bleeding are important reasons for noncompliance;1 0 3 , 1 0 9 m o r e
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than half of such women assigned to unopposed estrogen in the PEPI
study changed or stopped therapy.43 Continuous combination therapy,
which usually causes amenorrhea, or less frequent progestin cycles (e.g.,
every 3 months) may improve patient satisfaction. In the PEPI trial, how-
ever, compliance did not differ between continuous and cyclic estro-
gen/progestin regimens.43

Recommendations of Other Groups

The American College of Obstetricians and Gynecologists,110 the Ameri-
can Academy of Family Physicians,111 the Canadian Task Force on the Pe-
riodic Health Examination,112 and the American College of Physicians
(ACP)113 recommend that physicians counsel all postmenopausal women
about the risks and benefits of estrogen replacement and make decisions
regarding therapy on an individual basis. The ACP concluded that women
with a hysterectomy and those at increased risk of coronary disease are
likely to benefit from therapy, but that risks may outweigh benefits among
women at increased risk of breast cancer. A 1984 National Institutes of
Health consensus conference on osteoporosis recommended that estro-
gen therapy after menopause should be considered in high-risk women
who have no medical contraindications and who are willing to adhere to a
program of careful follow-up.13

Discussion

Estrogen therapy after the menopause relieves vasomotor and urogenital
symptoms, produces clinically important improvements in bone density and
blood lipids, and is associated with significant reductions in the risk of heart
disease and fracture. Ongoing clinical trials can be expected to provide more
reliable estimates of the magnitude of these benefits. Nonetheless, the
strength and consistency of the results of observational studies strongly sug-
gest that estrogen therapy can substantially reduce morbidity and mortality
from coronary disease and osteoporosis in older women. Although models
suggest a net benefit of hormone use in most postmenopausal woman, im-
portant questions remain about the appropriate duration of treatment, the
benefits and risks in older women (over age 65) and non-white women, the
net effect of adding progestins, and interactions with other risk factors. Rec-
ommendations about hormone therapy are best made on an individual basis,
weighing probable benefits against the costs, inconvenience, and possible ad-
verse effects of estrogen and progestin.

Whether current postmenopausal hormone regimens increase the risk of
breast cancer remains uncertain. Although there is little evidence of harm
from short-term use of postmenopausal estrogen, overviews suggest that con-
tinued, long-term use of hormones may increase the risk of breast cancer in

Chapter 68: Postmenopausal Hormone Prophylaxis 837

DR
.R

UP
NA

TH
JI(

 D
R.

RU
PA

K 
NA

TH
 )



older women. The reported association is biologically plausible and could
alter the balance of risks and benefits for some patients, but it has not been
consistent in all studies. Moreover, the absolute increase in breast cancer
mortality from hormone therapy (if any exists) is likely to be small: a 30–40%
increase in mortality would increase the lifetime risk of dying of breast can-
cer by only 1% (i.e., from 3% to 4%). Regular mammography may further re-
duce any risk, but patients will have to make their own decisions regarding
p o s s ible risks vs. potential benefits of therapy.

Despite many areas of uncertainty, clinicians play an essential role in
helping women decide whether or not to begin hormone therapy. Clini-
cians can elicit symptoms related to estrogen deficiency (e.g., vasomotor or
urogenital symptoms), assess other potential indications (major risk fac-
tors for osteoporosis or heart disease) or contraindications (prior breast
cancer, liver diseases, or estrogen-related complications) for estrogen ther-
apy, and explain the probable benefits and risks of prolonged therapy. Al-
though direct evidence is not available, the asymptomatic women most
likely to benefit from estrogen therapy include those with early or surgical
menopause, those with other cardiac risk factors (especially adverse lipid
profile; see Chapter 2), and women at high risk of osteoporosis or fracture
(women who are thin, smoke, or have a family history of fracture).

The balance of benefits and risks of estrogen therapy in women at in-
creased risk of breast cancer is not known. Since the risk of cardiovascular
disease is much higher than the risk of breast cancer for most post-
menopausal women, benefits may outweigh any harms even in women
with a family history of breast cancer. Fear of breast cancer is particularly
high in these women, however, and many may be reluctant to do anything
that might increase risk. Patients should also understand that current esti-
mates are based on available (often incomplete) knowledge and may
change with new information. Because many of the benefits of estrogen
may require continuing therapy indefinitely, clinicians should clarify the
reasons for recommending hormone therapy and periodically assess pa-
tient concerns about side effects or risks of treatment.

CLINICAL INTERVENTION

Clinicians should counsel all women around the time of menopause about
the possible benefits and risks of postmenopausal hormone therapy and
the available treatment options (“B” recommendation). Counseling should
include asking about presence and severity of menopausal symptoms (hot
flashes, urogenital symptoms), as well as assessing risk factors for heart
disease, osteoporosis, and breast cancer. Women should be advised of the
probable benefits of hormone therapy on menopausal symptoms, myocar-
dial infarction, and fracture; the increased risks of endometrial cancer
with unopposed estrogen; and a possible increased risk of breast cancer.
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Each woman should consider the relative importance of these benefits and
risks, the possible side effects of treatment, and her willingness to take
medication for an indefinite period.

Women considering estrogen therapy should be counseled about the
available estrogen and progestin preparations and routes of administra-
tion. The minimum effective dose of estrogen is 0.625 mg conjugated es -
trogen or the equivalent once a day. For women who have not had a
hysterectomy, progestin therapy or regular endometrial surveillance is
recommended to reduce risk of endometrial cancer. The most common
progestin regimens include a continuous regimen of daily administration
of 2.5 mg medroxyprogesterone acetate (MPA) or equivalent, or a cyclic
regimen of 5–10 mg MPA daily for 10–14 days each month. Transdermal
estrogen preparations are effective in relieving menopausal symptoms and
preventing osteoporosis, but they have less effect on lipids and are of un -
determined benefit against heart disease.

All women should receive information about potential alternatives to
hormones for treating menopausal symptoms (e.g., vaginal lubricants for
dyspareunia, etc.), for preventing osteoporosis (see Chapter 46) and for
reducing their risk of heart disease, including screening for high choles-
terol (see Chapter 2) and hypertension (see Chapter 3) and counseling to
prevent tobacco use and promote physical activity and healthy diet (see
Chapters 54–56).

See also relevant background paper: Grady D, Rubin SM, Petitti DB, et al. Hormone
therapy to prevent disease and prolong life in postmenopausal women. Ann Intern
Med 1992;117:1016–1037.

The draft update of this chapter was prepared for the U.S. Preventive Services Task
Force by David Atkins, MD, MPH, and Robert B. Wallace, MD, MSc, based in part on
material prepared for the American College of Physicians by Deborah Grady, MD,
MPH, Susan M. Rubin, MPH, Diana B. Petitti, MD, MPH, Cary S. Fox, MS, Dennis Black,
PhD, Bruce Ettinger, MD, Virginia L. Ernster, PhD, and Steven R. Cummings, MD.
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