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Diagnostic Evaluation of Serum FSH and LH in Primary Amenorrhea
by Radioimmunoassay
1.S. Hong, M.D,, G.E. Kim, M.D, H.S. Yoo, M.D, J.T. Le¢, M.D,, and C.Y. Park, M.D.
Department of Radiology and Nuclear Medicine,
Yonsei University, College of Medicine
K.J. Ryu, Ph.D.

Department of Pharmacology,
Yonsei University College of Medicine

The usefulness of single, random measurements of serum FSH and LH in the diagnosis

of primary amenorrhea by radioimmunoassay was investigated.
The 16 patients were divided into 3 groups by the level of serum FSH and LH.

The first group with increased level of serum FSH and LH is five patients, all of these

are related to the acquired or congenital abnormality of the ovary. Further studies indicated

include buccal smear, chromosome analysis, gynecography and laparosocopy.

The second group with normal serum FSH and LH is nine patients, four patients of these
are related to the developmental anomaly of the Mullerian duct and five patients are und-

etermined origin. Further studies indicated include laparoscopy and gynecography.

The third group with decreased serum FSH and normal or decreased serum LH is two-

patients, one of these is related to the pituitary function, isolated FSH deficiency, the other

is undetermined origin. Further studies indicated include the pituitary function test, LH-RH’

stimulation test, skull radiography.

Determination of serum FSH and LH levels does not permit a specific etiologic diagnosis
of primary amenorrhea. However the serum levels of FSH and LH can be used to differen-

tiate the principal area of the investigation and can be of assistance in choosing more

specific testing procedures.
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Table 1, Age Distribution

Age ) No. of patients
Below 20 0
20~24 10
25~29
30~34 2
Above 35
Total 18

History and physical
examination

Plasma FSH and LH
Radioimmunoassays

/l\

Genadal  Insufficiency

Acquired Congenital End-
organ
disease

Hypopitultarism
Non- Pitditary
cycler disease

Fig. 1. Flow chart illustrating usefulness of FSH and LH assays
in etiologic diagnosis of primary amenorrhea.
(modified chart from Postgrad. Med. 52:198, 1973)
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‘Table 2. Group for Level of Serum FSH & LH

Group FSH LH No. of Patients

1 Increase Increase
Normal Normal 9
3 Decrease Normal or 2
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Total 16
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Turner’s syndrome$ % wg+

Table 3. Group 1. Level of Serum FSH, LH & Diagnosis

(Total: 5§ cases)

Patients Age FSH (mlU) LH(mIU) Diagnosis
1 P.S. 24 130 60 Ovarian failure
2 A.K. 20 130 97 Ovarian insufficiency
3 L.W. 29 120 84 treaky gonad
4 L.H. 30 160 97 Turner’s syndrome
5 Agenesis of Millerian duct with absence of

Y.S. 23 76 39

ovary
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Table 4. Group 2. Level of Serum FSH, LH & Diagnosis

(Total: 9 cases)

Patients Age FSH (mIU) LH (mlU) Diagnosis
1 S. K. 27 26 14 Hypoplasia of Millerian duct
2 L.S. 25 18.5 21.5 Hypoplasia of Mullerian duct
3 W.Y. 20 6.5 3.6 Hypoplasia of Millerian duct
4 L.K. 28 8.2 4.0 Agenesis of Millerian duct
5 L.Y. 32 16 16 Undetermined
6 Y.R. 22 29 14 Undetermined
7 H.G. 20 11 9.0 Undetermined
8 S.Y. 20 4.8 33 Undetermined
9 K.D. 20 4.4 9.0 Undetermined

Table 5. Group 3. Level of Serum FSH, LH & Diagnosis
(Total: 2 cases)

Patients Age FSH (m1U) LH (mIU) Diagnosis
1 K. H. 23 2.1 2.0 Isolated FSH deficiency
2 H.K. 23 2.1 9.9 Undetermined

Fig. 3. Turner’s syndrome
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