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Table 1. Causes of secondary amenorrhea

Hypothalamic (35%): exercise, stress, anorexia nervosa, psychiatric diseases

Polycystic ovary syndrome (30%): androgen excess
Pituitary disease (19%): hyperprolactinemia

Ovarian disease (10%): except polycystic ovary syndrome: premature menopause

Uterine diseases (5%)
Others(1%): thyroid and adrenal (e.g. Cushing’s

syndrome)

- 356 -



— Yeon—-Ah Sung : Medical diagnosis and treatment of polycystic ovary syndrome —

Table 2. Diagnostic criteria for polycystic ovary syndrome

1990 NICHD

2003 ESHRE

both 1 and 2

1. clinical and/or biochemical signs of
hyperandrogenism

2. oligo—ovulation

and

exclusion of known disorders, such as Cushing’s
syndrome, hyperprolactinemia, and congenital adrenal
hyperplasia

out of 3

1. clinical and/or biochemical signs of

hyperandrogenism

. oligo— or anovulation
. polycystic ovaries: 12 or more follicles in each

ovary measuring 2-9 mm in diameter, and/or
increased ovarian volume (10 mL)

and

exclusion of known disorders, such as Cushing’s
syndrome, hyperprolactinemia, and congenital adrenal
hyperplasia

Table 3. Diagnostic steps for polycystic ovary syndrome

Hormones

Metabolic

Step 1; urine HCG and progesterone withdrawl
Step 2; diagnostic studies for PCOS
* Total & hiologically available testosterone (+SHBG)
* DHEAS
* Prolactin
» 0700-0900 h 17-hydroxyprogesterone (17-OHP)
17-OHP >200-300 ng/dL
Thour ACTH stimulation test: 0, 1 hour 17-OHP
 Optional
LH, FSH, Insulin

* Blood lipids
* 75 g oral glucose tolerance test
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Table 4. Treatment of polycystic ovary syndrome

Control of Hyperandrogenism

Protection of the Endometrium

1. Weight reduction

2. Suppressive therapy: ethnyl estradiol 35 g

3. Anti—androgens: spironolactone 75-200 mg qd

4. Insulin—sensitizing agents: metformin, thiazolidinedione

1. Intermittent progestin :5mg medroxy progesterone
10-14 day every month
2. Oral contraceptive
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