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Objective
To investigate the causes of amenorrhea in Korean women.

Methods

A total of 741 patients with amenorrhea who visited the department of Obstetrics and Gynecology, Asan Medical Center were
included in this study between January 1998 and May 2008. Patients were divided into three groups: age 10-20 was defined as
group |, age 21-30 was group Il and age 31-40 was group Ill. Amenorrhea was categorized into the primary amenorrhea and
secondary amenorrhea.

Results

The number of patients with primary amenorrhea was 89 (12.0%) and secondary amenorrhea was 652 (88.0%). The number of
patients with primary amenorrhea was 62 (22.6%) and secondary amenorrhea was 212 (77.4%) in age 10-20 group. In age 21-
30 group, the number of primary amenorrhea was 27 (6.5%) and secondary amenorrhea was 389 (93.5%). In age 31-40 group,
the number of secondary amenorrhea was 51 (100%). The causes of primary amenorrhea in group | were as follows; Mayer-
Rokitansky-Kuster-Hauser (MRKH) syndrome (17.7%, 11/62), Turner syndrome (11.3%, 7/62), constitutional delay (9.7%, 6/62). In
group II; MRKH syndrome (18.5%, 5/27), Turner syndrome (18.5%, 5/27), and Idopathic hypogonadotropic hypogonadism (14.8%,
4/27). The causes of secondary amenorrhea in group | were as follows; Polycystic ovarian syndrome (PCOS; 60.8%, 129/212),
weight related hypogonadotropic hypogonadism (12.3%, 26/212), premature ovarian failure (POF; 9.9%, 21/212). In group II; PCOS
(62.5%, 243/389), weight related hypogonadotropic hypogonadism (9.8%, 38/389), POF (9.3%, 36/389). In group III; POF (43.1%,
22/51), PCOS (17.6%, 9/51).

Conclusion
The common cause of primary amenorrhea were MRKH syndrome, Turner’s syndrome, and the common cause of secondary
amenorrhea were PCOS, POF, weight related hypogonadotropic hypogonadism.
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Table 1. Number of amenorrhea according to the age group

Group | Group I Group I Total
Primary amenorrhea 62 (22.6) 27 (6.5) 89 (12.0)
Secondary amenorrhea 212 (77.4) 389 (93.5) 51 (100) 652 (88.0)
Total 274 416 51 741

Values are presented as number (%).
Group |, age 10-20; Group Il, age 21-30; Group Ill, age 31-40.

Table 2. Classification of 89 patients with primary amenorrhea according to etiology

Group | Group Il Total
Normogonadotropic 25 (40.3) 13 (48.1) 38(42.7)
Anatomic
MRKH syndrome 1017.7) 5(18.5) 16 (18.0)
Mullerian anomaly 2(7.4) 2(2.2)
Imperforate hymen 1(3.7) 1(1.1)
Androgen insensitivity 6(9.7) 1(3.7) 7(7.8)
Congenital adrenal hyperplasia 3(4.8) 1(3.7) 4(4.5)
Polycystic ovarian syndrome 5(8.1) 3(11.1) 8(9.0)
Hypogonadotropic 19 (30.6) 6(22.2) 25(28.0)
Congenital anomaly
Pituitary hypoplasia 1(1.6) 1(1.1)
Kallman'’s syndrome 1(3.7) 1(1.1)
Constitutional delay 6(9.7) 6(6.7)
Weight related 2(3.2) 2(2.2)
Brain tumor 1(1.6) 1(3.7) 2(2.2)
Thyroid disease 1(1.6) 1(1.1)
Hyperprolactinemia 3(4.8) 3(3.3)
Chronic disease 4 (6.5) 4 (4.5)
Idiopathic 1(1.6) (14.8) 5(5.6)
Hypergonadotropic 18 (29.0) (29.6) 26(29.2)
Gonadal dysgenesis
46, XX 5(8.1) 2(7.4) 7(7.9)
Turner syndrome 7(11.3) 5(18.5) 12(19.3)
Premature ovarian failure
Idiopathic 5(8.1) 1(3.7) 6 (6.7)
Previous chemotherapy 1(1.6) 1(1.1)
Total 62 27 89

Values are presented as number (%).

MRKH, Mayer-Rokitansky-Kuster-Hauser; Group |, age 10-20; Group Il, age 21-30; Group lll, age 31-40.
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Table 3. Classification of 652 patients with secondary amenorrhea according to etiology
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Group | Group Il Group 11l Total
Normogonadotropic 129 (60.8) 246 (63.2) 16 (31.3) 391 (60.0)
Asherman syndrome 3(0.7) 7(13.7) 10 (1.5)
Polycystic ovarian syndrome 129 (60.8) 243 (62.5) 9(17.6) 381 (58.4)
Hypogonadotropic 62 (29.2) 107 (27.5) 13 (25.5) 182 (28.0)
Weight related 26(12.3) 38(9.8) 1(2.0) 65(10.0)
Stress induced 5(2.3) 4(1.0) 9(1.4)
Brain tumor 8(3.8) 7(1.8) 1(2.0) 16 (2.5)
Hyperprolactinemia 8(3.8) 32(8.2) 7(13.7) 47 (7.2)
Chronic disease 6(2.8) 12 (3.1) 4(7.8) 22 (3.4)
Thyroid disease 3(1.4) 3(0.7) 6(0.9)
Idiopathic 6(2.8) 11(2.8) 17 (2.6)
Hypergonadotropic 21(9.9) 36 (9.3) 22 (43.1) 79 (12.1)
Premature ovarian failure
Tumor syndrome 5(2.4) 4(1.0) 1(2.0 10 (1.5)
Chromosome anomaly 5(2.4) 7(1.8) 1(2.0 13(2.0)
Idiopathic 9(4.2) 20 (5.1) 20(39.2) 49 (7.5)
Previous chemotherapy 2(0.9) 5(1.3) 7(1.0)
Total 212 389 51 652

Values are presented as number (%).
Group |, age 10-20; Group I, age 21-30; Group Ill, age 31-40.
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