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Summary: 17-Ketosteroids were determined by gas chromatography in twenty four-hour urine samples from
62 hirsute females. The method permitted the determination of androsterone (A), aetiocholanolone (E) and
dehydroepiandrosterone (D). Elevated concentrations of one or more of these metabolites were detected in
81% of the samples.

Two main patterns of hyperandrogenicity were observed:
1) Hyper A + E (27%) and
2) Hyper A (26%);
Elevated AD, AED, D, ED or E were less common, but in total these patterns comprised another 28%.

The plasma testosterone and total urinary 17-ketosteroid concentrations were elevated in only 21% and 23%
of the samples, respectively. _

Thirty two out of 33 patients with elevated urine metabolites showed significant suppression following
dexamethasone administration (2 mg/day during 6 days). Thus, dexamethasone suppressable hyperandrogen-
icity was predomimant in this group of hirsute females. Elevations of urinary androsterone and aetiocholan-
olone are probably contingent on the relative activities of 5 - and Sß-reductases1) in the presence of increased
androstenedione secretion. Elevations of urinary dehydroepiandrosterone suggest decreased adrenal cortical
3ß-hydroxysteroid dehydrogenase1) activity. Thus, fractionation of urinary 17-ketosteroids seems to be an
effective test in the evaluation of hirsutism.

') Enzymes Introduction
3a-Hydroxysteroid dehydrogenase:
3ot-Hydroxysteroid: NAD(P)+-oxidoreductase (EC 1.1.1.50) A relatively undervalued diagnostic tool for establish-
3ß-Hydroxysteroid dehydrogenase: jng .̂  presence of excess production of androgens is
3ß-Hydroxysteroid: NAD(?)+-oxidoreductase (EC 1.1.1.51) r ,. ,. r ,, . 4n , . , · , ·5oc-Reduciase: / fractionation of the urinary 17-ketosteroids, with
3a-Hydroxy-5a-steroid:NAD'h-3-oxidorediictase measurement of androsterone, aetiocholanolone, and
(EC 1.1.1.151) dehydroepiandrosterone. The usefulness of this tech-
taJIyd^ ^ in evaluating patients with clomiphene-resistant
(EC 1.1.1.152) anovulation has been previously reported (1).
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hirsutism. When dehydroepiandrosterone is the only
urinary 17-ketosteroid excreted in elevated quantities,
stress may be an alternative explanation, rather than
reduced adrenal 3ß-hydroxysteroid dehydrogenase ac-
tivity. The possibility of an enzymatic block can be
verified by Stimulation with adrenocorticotropic hor-
mone (8).

In summary, fractionation of the 17-ketosteroids by
gas chromatography seems to be an efficient method
for detecting the presence of hyperandrogenicity and
in assessing its origin. When used in conjunction with

dynamic studies, it can detect the presence of adreno-
corticotropic hormone or human chorionic gonado-
tropin dependency. Elevated concentrations of dehy-
droepiandrosterone may indicate the presence of a
3ß-hydroxysteroid dehydrogenase deficiency äs the
basis for hyperandrogenicity.
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