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ABSTRACT:

 

Polycystic ovary syndrome (PCOS) is the most common endocrine cause of hirsutism,
acne, and pattern alopecia. It is a heterogeneous syndrome of hyperandrogenic anovulation that is
typically due to intrinsic ovarian dysfunction, which is often aggravated by insulin-resistant
hyperinsulinemia with its risks of diabetes mellitus and metabolic syndrome and their complications.

Because there are many pitfalls to androgen assays, evaluation for hyperandrogenemia is suggested
in women with moderate or severe hirsutism or hirsutism equivalents, menstrual irregularity, acanthosis
nigricans, or intractable obesity. An endocrinologic work-up is necessary to rule out other hyperan-
drogenic disorders that require specific therapy (e.g., virilizing tumors, nonclassic congenital adrenal
hyperplasia, hyperprolactinemia, and Cushing’s syndrome). Ultrasonography helps in the differential
diagnosis and may demonstrate the polycystic ovaries that have recently been vetted as an alternative
to oligo-anovulation as a diagnostic criterion.

Management of PCOS is determined by symptomatology. For those women not desiring pregnancy,
the most common therapies are oral contraceptive pills, antiandrogens (contraindicated in the absence of
adequate contraception), and insulin-lowering treatments (which have little effect on hirsutism).

 

KEYWORDS:

 

acne, hirsutism, insulin resistance, menstrual irregularity, pattern alopecia

 

Introduction

 

Polycystic ovary syndrome (PCOS) is a common
disorder that becomes symptomatic in adolescence
and occurs in over 5% of reproductive age women
(1,2). It is the most common cause of excess androgen
production (3). As such, it probably accounts for
over one-third of menstrual irregularity (4–7). It is
also the most common hormonal disturbance
that can underlie hirsutism (over half of cases) (3),
acne, seborrhea, and pattern alopecia (8). On the
other hand, each of these symptoms is a variably
expressed skin manifestation of androgen excess,
so any or all may be absent in patients with the
moderate degree of hyperandrogenemia that
typifies PCOS (9).

Most physicians recognize PCOS as the modern
term for the Stein–Leventhal syndrome, the

association of amenorrhea, hirsutism, and obesity.
However, they may not realize that PCOS has
been redefined as the result of recent research. A
National Institutes of Health (NIH) conference in
1990 concluded with a redefinition of the syndrome
as otherwise unexplained hyperandrogenism and
anovulation (menstrual irregularity or infertility)
(“NIH criteria”). Subsequently, it has become evident
that a substantial minority of PCOS patients have
regular ovulatory cycles. If evidence of oligo-
anovulation is lacking, there is now general
agreement among endocrinologists with the con-
clusions of an international reproductive endocri-
nology workshop recommendation that a polycystic
ovary is an alternative criterion for the diagnosis
(“Rotterdam criteria”) (10). However, a polycystic
ovary in isolation is a normal variant, found in
about 20% of healthy women (11). While obesity
and insulin resistance are not necessary features
of PCOS, they are common and play a role in
pathogenesis of many cases. Thus, there is broad
consensus about the redefinition of the syndrome,
although research questions remain about the
possibility of atypical forms.
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What is the cause of PCOS?

 

Current evidence suggests that PCOS arises as a
complex trait with contributions from both heritable
and nonheritable factors (2,12). Polygenic influences
appear to account for about 70% of the variance
in pathogenesis. Nearly half of sisters of women
with PCOS have an elevated plasma testosterone
level, with half again of them (about 25% of the total)
having symptomatic PCOS. Polycystic ovaries
appear to be inherited as an autosomal dominant
trait. Insulin resistance, which has a heritable
component, may be fundamentally related to
PCOS since there is evidence that polycystic
ovaries are related to paternal metabolic syndrome.

Increasing evidence indicates that hyperandro-
genism results from intrinsic dysfunction of the
ovaries and adrenal glands. The neuroendocrine
dysfunction, manifest most often as elevated
levels of luteinizing hormone, seems increasingly
likely to be the consequence of moderate androgen
excess interfering with female hormone negative
feedback, rather than the cause. Insulin resistance
is common in PCOS.

Gonadotropin-dependent functional ovarian
hyperandrogenism is the major source of the
hyperandrogenemia in the majority of PCOS cases
(1,2). The high intraovarian androgen concentration
causes maturation arrest of ovarian follicles, which
accounts for the “polycystic” appearance of the
ovaries. Mild corticotropin-dependent functional
adrenal hyperandrogenism may accompany this
and, in a minority of cases, solely account for
hyperandrogenemia. The hyperinsulinemia that is
compensatory for insulin-resistance aggravates
hyperandrogenemia by synergizing with gonado-
tropins to increase ovarian androgen production
and by lowering sex hormone-binding globulin
(SHBG) to increase the fraction of testosterone that
is free or bioavailable in the circulation. It also appears
to increase the pilosebaceous unit responsiveness
to androgen as well as causing the epidermal
hyperplasia that underlies acanthosis nigricans (9).
Insulin resistance also predisposes to type 2 diabetes
mellitus and the metabolic syndrome, a variably
expressed cluster of central obesity, hyperglycemia,
hypertension, and dyslipidemia that results from
insulin resistance interacting with obesity and age.

 

Why is it important to recognize PCOS?

 

PCOS is associated with risks of diabetes mellitus
and metabolic syndrome and their complications,
in addition to the dermatologic manifestations

and the gynecologic problems of menstrual
irregularity, infertility, and predisposition to
endometrial carcinoma. The hereditary component
signifies that primary relatives of both sexes are at
increased risk for metabolic disorders that carry
cardiovascular risk. Early diagnosis and management
of symptoms and delivery of anticipatory guid-
ance are desirable.

 

Who is at high risk for PCOS?

 

Patients with stable hypertrichosis are not at risk.
This generalized excessive hair growth does not
result from androgen excess; it may be hereditary
or may result from medications such as phenytoins,
minoxidil, or cyclosporine. However, it may be
aggravated by hyperandrogenemia.

Idiopathic hirsutism (hirsutism without hyper-
androgenemia) accounts for about half of mild
hirsutism (Ferriman-Gallwey hirsutism score 8–
14) (FIG. 1) (13) and a smaller fraction of more severe
hirsutism. If mild hirsutism is an isolated finding, it
does not place patients at high risk for PCOS.

The following symptoms or signs indicate high
risk for PCOS, and women manifesting these
should be evaluated.
• Moderate or severe hirsutism (Ferriman–Gallwey

hirsutism score > 15) or a hirsutism equivalent,
including acne vulgaris that is resistant to topical
and antibiotic treatment (think androgens before
Accutane!) as a sole finding.

• Mild hirsutism, acne, or acanthosis nigricans
that is associated with any other feature of PCOS
(particularly menstrual abnormality or infertility).
The combination of hirsutism and menstrual
irregularity usually is due to PCOS.

• An abnormal degree of menstrual irregularity
(e.g., missing more than three to four periods a
year) or severe dysfunctional uterine bleeding,
even in the absence of hirsutism or obesity.

• Acanthosis nigricans and intractable obesity
whether or not hirsutism, hirsutism equivalents,
or menstrual irregularity are present.

 

How should patients at high risk be 
screened for PCOS?

 

The diagnosis is on the most firm grounds if
hyperandrogenemia is documented by laboratory
testing (3), although the consensus diagnostic
criteria for PCOS allow hirsutism to constitute
clinical evidence of hyperandrogenism. On one
hand, hirsutism is not necessarily indicative of
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androgen overproduction. On the other hand,
mild hirsutism may be found in PCOS.

The key androgen to measure is testosterone.
However, there are many pitfalls in testosterone
assays at the low levels of women, and reliable
testosterone assays are not available to many
physicians. The automated assays that are used in
most laboratories are generally not suitable to
accurately measure women’s levels. Systematic
differences between assays and excessively broad
normal ranges derived from populations of
apparently normal women with unrecognized
androgen excess further complicate the interpre-
tation of testosterone levels provided by many
laboratories. It is because reliable testosterone
assays are not available to many physicians that
risk factor assessment is an important guide to
determine which women should be tested for
hyperandrogenemia (FIG. 2).

An elevation in plasma-free testosterone is the
single most sensitive test to establish the presence
of hyperandrogenemia. This is because SHBG,
which is the main determinant of the bioactive
portion of plasma testosterone, the fraction that is
free or “bioavailable” (which includes that loosely
bound to albumin), is often low in hyperandrogenic
women. This is because both elevated insulin levels
(a frequent concomitant of PCOS) and elevated
androgen levels act to inhibit its production. As a
result, the plasma-free testosterone concentration
is about 50% more sensitive for the detection of

hyperandrogenemia than the total testosterone
concentration.

However, assaying the free or bioavailable
testosterone level introduces other potential
sources of error. The best methods calculate them
as the product of the total testosterone and a function
of SHBG (for example, free testosterone = total
testosterone 

 

×

 

 percentage of free testosterone).
Direct assays of the free testosterone concentration
are to be avoided. The most accurate androgen
determinations come from specialty laboratories
using established, validated assays. Plasma total
and free testosterone are best assessed in the early
morning, when amenorrheic or on days 4–10 of
the menstrual cycle in regularly cycling women, the
time for which norms are standardized.

It is reasonable to begin the evaluation with a
total testosterone determination if a free test-
osterone test in a reliable specialty laboratory is
not available to the practitioner. Most patients
with PCOS have serum testosterone concentrations
below 150 ng/dL. A total testosterone over 200 ng/
dL increases the likelihood of a virilizing neoplasm.
If a reliable method for measuring plasma-free or
bioavailable testosterone is readily available, cost
is not an issue, and it would facilitate patient
management, this would be a more reasonable
choice for initial testing than total testosterone.
Patients who have clinical features consistent with
PCOS but have an initial normal testosterone should
have repeat testing, preferably an early morning

FIG. 1. Ferriman–Gallwey hirsutism scoring system. Each of the nine body areas which is most sensitive to androgen is
assigned a score from 0 (no hair) to 4 (frankly virile), and these are summed to provide a hormonal hirsutism score. A score of
less than 8 is normal in US Whites and Blacks (Reproduced with permission from R. Hatch, et al., Am J Obstet Gynecol 140(5):815–
830, 1981. ©Elsevier).



 

PCOS for the non-endocrinologist

 

357

 

plasma-free testosterone level in a reliable specialty
laboratory. It may be reasonable to consult with a
specialist at this point.

The routine assay of other androgens is probably
of little utility in most populations. Dehydroepi-
androsterone sulfate (DHEAS) may be useful if
cystic acne is a major symptom or there is a high
suspicion for a virilizing tumor (10). DHEAS levels
are often markedly elevated (over 700 µg/dL) if the
tumor is of adrenal origin. However, a substantial
minority of tumors are indolent in onset and so
mimic PCOS in presentation. While assay of free
testosterone would be expected to detect the
excessive androgen underlying hirsutism in non-
classic congenital adrenal hyperplasia, the vari-
ability in these levels may miss an occasional
case. This justifies measuring an early morning,
follicular phase level of 17-hydroxyprogesterone
in high-risk patients, namely those with a positive

family history or in ethnic groups at high risk,
such as Ashkenazi Jews (prevalence: one in 27),
Hispanics (one in 40), and Slavics (one in 50). A
level over 170 ng/dL is suggestive of congenital
adrenal hyperplasia (CAH), reportedly having 100%
sensitivity and 88% specificity (14), and a value
over 1200 ng/dL virtually assures this diagnosis.

 

What is the differential diagnosis of the 
hyperandrogenemia of PCOS?

 

Serious non-PCOS causes of testosterone overpro-
duction are infrequent (3). The most common of
these, nonclassic congenital adrenal hyperplasia,
is present in less than 5% of hyperandrogenic
women in the general population. The most
serious of these, androgen-secreting tumors, are
rare – present in about 0.2% of hyperandrogenic

FIG. 2. Suggested algorithm for the initial evaluation of hirsute women for hyperandrogenism. Risk assessment includes more
than the degree of hirsutism or hirsutism equivalents. Medications that cause hirsutism include anabolic or androgenic steroids
(consider in athletes and patients with endometriosis or sexual dysfunction) and valproic acid (consider in neurologic
disorders). If hirsutism is moderate or severe (treatment-resistant acne is equivalent) or if mild hirsutism is accompanied by
features that suggest an underlying disorder, elevated androgen levels should be ruled out.  Disorders to be considered, as
shown, include neoplasm and various endocrinopathies, of which polycystic ovary syndrome is the most common. Plasma
testosterone is best assessed in the early morning, on days 4–10 of the menstrual cycle in regularly cycling women, the time for
which norms are standardized. Plasma total testosterone should be rechecked along with a free testosterone in a reliable
laboratory if the plasma total testosterone is normal in the presence of risk factors or progression of hirsutism on therapy.
Simultaneous assay of 17-hydroxyprogesterone may be indicated in subjects at high risk for congenital adrenal hyperplasia. A
small minority of women initially diagnosed with idiopathic hirsutism by this algorithm will later be found to have otherwise
asymptomatic idiopathic hyperandrogenism or previously unsuspected infertility as their only non-cutaneous manifestation
of PCOS. (Modified with permission from Martin, et al., J Clin Endocrin Metab 93(4):1105–1120, 2008. © The Endocrine Society).



 

Rosenfield

 

358

 

women – but over half are malignant. Cushing’s
syndrome, hyperprolactinemia, acromegaly, and
thyroid dysfunction must be considered as causes
of androgen excess, although they usually present
because of their other manifestations. Nevertheless,
Cushing’s syndrome and hyperprolactinemia may
closely mimic PCOS. Cushing’s syndrome is found
in 0.3% of hirsutism referrals, but 2–5% of referrals
for type 2 diabetes mellitus (15). Our experience is
that about 1–2% of hirsute women without galact-
orrhea have idiopathic hyperprolactinemia. A small
minority of women initially diagnosed with idio-
pathic hirsutism will later be found to have other-
wise asymptomatic idiopathic hyperandrogenism,
which may be due to atypical PCOS or abnormal
peripheral metabolism of prohormones (10,16).
Valproic acid therapy elevates plasma testosterone,
as does administration of testosterone itself. The
use of synthetic androgenic medications that are
not detected by standard assays, such as anabolic
steroids or danazol, must also be considered in
the differential diagnosis of hirsutism and acne,
particularly among athletes and women with
endometriosis or sexual dysfunction.

 

What is the proper endocrinology 
work-up for PCOS?

 

The diagnosis requires exclusion of the other
endocrine disorders that can mimic PCOS. These
account for about 15% of cases of hyperandrogen-
emia. Therefore, an endocrine work-up is indicated
if testosterone elevation is documented or if
symptoms progress despite treatment or emerge
despite a normal screening testosterone level (FIG. 2).

While the most likely diagnosis in a hyperan-
drogenemic woman is PCOS, the diagnosis requires
that clinicians exclude other conditions that are
sufficiently common, are associated with impor-
tantly adverse natural histories, and are treatable
(e.g., pregnancy, ovarian or adrenal neoplasm,
endocrinopathies). Different subspecialists use
different strategies. Typically this evaluation
includes:
• Pregnancy test in patients with amenorrhea.
• Pelvic ultrasonography to detect a polycystic

ovary or an ovarian neoplasm.
• Measurement of DHEAS and early morning

17-hydroxyprogesterone to exclude adrenal
hyperandrogenism.

• Prolactin level, to exclude hyperprolactinemia.
• Assessment for Cushing’s syndrome, thyroid

dysfunction, or acromegaly, if other features of
these conditions are present.

It must be kept in mind that the presence of a
polycystic ovary is not required for the diagnosis
of PCOS. On the other hand, while the demonstration
of a polycystic ovary in a hyperandrogenic woman
is supportive of the diagnosis of PCOS, it is not
specific, since a polycystic ovary is found in many
healthy women and in the other hyperandrogenic
states that are in the differential diagnosis. Perhaps
the most clinically useful reason to perform it is to
inform the patient that the “polycystic ovaries” of
her syndrome are either not present (as is the case
in about 25% of cases, even though the ovaries are
functioning like those of PCOS) or, if present, are
(hopefully) not tumorous cysts.

If this evaluation is negative for the most common
disorders that mimic PCOS, the association of
testosterone elevation with anovulatory symptoms
or a polycystic ovary fulfils diagnostic criteria for
PCOS. However, it does not exclude the possibility
that the above initial evaluation may have missed
subtle manifestations of the hyperandrogenic dis-
orders noted above. In addition, it does not exclude
some fairly rare hyperandrogenic disorders (1,3).
Further work-up to determine the source of
androgen may also include:
• Assessment of other steroid intermediates such

as androstenedione (disproportionately elev-
ated in some populations, congenital adrenal
hyperplasia, or tumor).

• Computed tomography (the most definitive test
for adrenal tumor).

• Dynamic testing with a dexamethasone sup-
pression test and/or cosyntropin stimulation
test (distinguish PCOS from the various causes
of adrenal hyperandrogenism: nonclassic con-
genital adrenal hyperplasia in its diverse forms,
Cushing’s syndrome, glucocorticoid resistance,
cortisone reductase deficiency, tumor, and the
functional adrenal hyperandrogenism of PCOS).

• Acute gonadotropin-releasing hormone agonist
administration (detects the ovarian dysfunction
of most PCOS).

• Genotyping (for congenital adrenal hyperplasia,
glucocorticoid resistance, or cortisone reduc-
tase deficiency).

• Assessment of the response to hormonal treat-
ment (hyperandrogenemia of PCOS is corrected
by suppression of ovarian function).

 

How should PCOS be managed?

 

In the absence of knowledge of a root cause, the
treatment of PCOS is symptomatic. It is directed
at the patient’s main complaints, which typically
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consist of various combinations of hirsutism,
menstrual irregularity, or obesity-related meta-
bolic problems. For those women not desiring
pregnancy, the most common therapies are oral
contraceptive pills, antiandrogens, and insulin-
lowering treatments. An authoritative guide for
patients has been recently published (17).

 

Hirsutism

 

For mild hirsutism, simple, inexpensive cosmetic
measures, such as bleaching, shaving, and waxing,
may suffice. Eflornithine hydrochloride cream
13.9% (Vaniqa®) may be prescribed for the topical
treatment of facial hirsutism (or off-label for focal
hirsutism elsewhere); the cost of this treatment is
not ordinarily covered by health insurance programs.

For women with a bothersome degree of hir-
sutism despite cosmetic measures, either pharma-
cological therapy that targets androgen production
or action or direct methods to reduce and remove
hair are suggested (3). Only weak recommendations
can be made because of the paucity of data from
controlled, randomized, double-blinded trials.
Consequently, the following suggestions warrant
careful consideration of the patient’s preferences,
the extent to which the concerning area of hirsutism
is amenable to direct hair removal, and the access
to and affordability of alternatives.

Pharmacotherapy is typically initiated with an
estrogen- and progestin-containing oral contra-
ceptive pill (OCP), the major effect of which is to
suppress the free testosterone level by inhibiting
pituitary–ovarian function. Most OCP progestins
are derived from testosterone and exhibit mild
degrees of androgenicity on laboratory markers
such as SHBG and high-density lipoprotein
cholesterol. Other progestins, including cyproter-
one acetate and drospirenone, are structurally
unrelated to testosterone and function as androgen
receptor antagonists. Although there is no evidence
from controlled studies that the type of progestin
makes a difference in outcome of hirsutism, the
response of acne may be slightly affected (18). We
favor the use of OCPs that contain a progestin with
low androgenicity (e.g., norgestimate, desogestrel,
ethynodiol diacetate) or an antiandrogenic
progestin (e.g., drospirenone or cyproterone ace-
tate) because of the relatively healthy metabolic
biochemical profile that they yield. (The antian-
drogenic potency of the concentrations of antian-
drogenic progestins in OCPs is relatively low:
drospirenone 3 mg and cyproterone acetate 2 mg
are equivalent to about 25 mg spironolactone.)
Oral contraceptives may bring about a significant

improvement in hirsutism that is modest; the
meager evidence from controlled trials suggests
that the hirsutism score falls an average of 8 over
6–12 months.

We suggest adding an antiandrogen if hirsutism
remains bothersome despite 6 or more months of
monotherapy with an oral contraceptive. No con-
sistent differences among antiandrogens have been
found in controlled studies of hirsute women. The
most widely used antiandrogens are spironolac-
tone (in doses of 100–200 mg daily) and cyproterone
acetate (50–100 mg daily in a reverse sequential
regimen; not available in the USA). There are mixed
data as to whether finasteride, a type 2 5alpha-
reductase inhibitor, (5 mg daily) is less effective.
The use of flutamide therapy is not suggested
because of its propensity for hepatotoxicity. Anti-
androgen monotherapy is not clearly more effec-
tive than OCP monotherapy. It is not suggested
except in the case of women who choose not to
conceive, primarily because of the risk of fetal
genital malformation arising from use during
pregnancy, in which case adequate contraception
must be used. Observational studies indicate about
a one-third reduction in hirsutism with combination
antiandrogen–OCP therapy (19), although a benefit
of OCP–antiandrogen combination therapy over
OCP monotherapy has not been demonstrated in
controlled studies in which the OCP contains low-
dose antiandrogen.

Insulin-lowering agents and glucocorticoids are
not advised for treatment of hirsutism per se as
they are less effective than the above treatment
modalities, although they lower androgen levels
modestly and improve metabolic biomarkers.
Gonadotropin-releasing hormone agonist treatment
with estradiol add-back is reasonable only for the
rare women with a suboptimal response to the
above therapies or sensitivity to the steroid doses
in oral contraceptive pills.

For women who choose hair removal therapy,
laser or photoepilation is generally preferable. For
women undergoing photoepilation therapy, add-
ing eflornithine cream during treatment may yield
a more rapid response. For PCOS women who
wish direct hair removal procedures, concomitant
pharmacologic therapy is suggested to minimize
hair regrowth.

 

Menstrual irregularity

 

Oral contraceptives are the usual first-line treatment
for both the menstrual irregularity and the hirsutism
of PCOS in women who cannot or choose not to
conceive. This treatment is a quite reliable means
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to both control menstrual irregularity and the
cutaneous signs of hyperandrogenism. Treatment
with progestin-alone is less efficacious in control-
ling menses and in suppressing androgen levels
(and hence hirsutism and acne), but it is useful in
some settings, as in adults with contraindications
to estrogen therapy and minimal cutaneous
symptoms or adolescents whose families oppose
oral contraceptive therapy. A typical progestin
regimen consists of micronized progesterone
100 mg daily for 10 days; it is given cyclically from
every 3 weeks for dysfunctional uterine bleeding
to every 6 weeks for amenorrhea.

For women with infertility, the fertility rate is
ultimately generally satisfactory under the man-
agement of a reproductive endocrinologist, whose
first-line treatment is ordinarily clomiphene
citrate. PCOS patients not desiring pregnancy
should be given anticipatory guidance about
infertility not being absolute. They need to use
ordinary contraceptive practices.

 

Obesity and related metabolic dysfunction

 

Diet and exercise counseling are the cornerstone
of therapy for obesity and insulin resistance and
their complications, i.e., acanthosis nigricans,
metabolic syndrome, and diabetes mellitus, which
are risk factors for cardiovascular disorders. Screening
and monitoring for glucose intolerance is recom-
mended for PCOS patients, particularly in those
who are obese (20). Immediate family members
should also be screened for diabetes and other
features of metabolic syndrome.

Metformin may ameliorate the glucose and
lipid complications of obesity and assist in appetite
control, while lowering blood insulin and androgen
levels (21–23). The extent to which these effects
are dependent on weight normalization have been
debated (24,25). In any case, metformin effective-
ness is likely to be enhanced when it is combined
with behavioral measures to control weight (22,26).
Improvement of insulin-resistant hyperinsulinemia
can be expected to lessen acanthosis nigricans,
regularize the menstrual cycle, and improve the meta-
bolic profile. However, the effects of monotherapy
on hirsutism are minimal, on acne modest, and on
enhancement of fertility (22,23,27) uncertain.

 

Conclusions

 

Polycystic ovary syndrome (PCOS) is the most
common endocrine cause of hirsutism, acne, and
pattern alopecia. It is a heterogeneous syndrome

of hyperandrogenic anovulation that is typically
due to intrinsic ovarian dysfunction, which is often
aggravated by insulin-resistant hyperinsulinemia.
It appears to arise as a complex trait, with hereditary
and environmental origins. PCOS is associated
with risks of diabetes mellitus and metabolic syn-
drome and their complications, in addition to the
gynecologic problems of infertility and endometrial
carcinoma and the dermatologic skin manifestations.

Women with moderate or severe hirsutism or
hirsutism equivalents (such as treatment-resistant
acne vulgaris), acanthosis nigricans, intractable
obesity, or menstrual irregularity are at high risk.
The preferred screening test is an elevated plasma-
free testosterone. However, because there are many
pitfalls to androgen assays, interpretation of the
plasma total testosterone level in conjunction
with risk factor assessment is often the most practical
approach to screening.

Ultrasonography is an important testing modality
that helps in this differential diagnosis and may
demonstrate the polycystic ovaries that have recently
been vetted as an alternative to oligo-anovulation
as a diagnostic criterion. An endocrinologic work-up
is necessary to distinguish PCOS from other
hyperandrogenic disorders that require specific
therapy.

Management of PCOS is determined by the
symptoms, and several treatment options are
available. For those women not desiring pregnancy,
the most common therapies are oral contraceptive
pills, antiandrogens (contraindicated in the absence
of adequate contraception), and insulin-lowering
treatments (which have little effect on hirsutism).
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