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cases of sexual precosity associated with polyostotic fibrous dysp-
lasia in his textbook which includes three males. One of them had
been reported by Falconer and Cope,” and two by Warrick.* In ad-
dition to these three cases, Wilkins® in his textbook mentioned
two other cases which had been reported by Jolly.

The mechanism of the sexual precocity in this syndrome is not
yet explained. According to Albright's original suggestion, the
sexual precocity in these patients is the result of cerebral or hypo-
thalamic compression or other changes secondary to deforming the
fibrous dysplasia of the bone of the skull. However in a recent pub-
lication Benedict '° has a moderately large series of ten cases of
sexual precocity in females with associated fibrous dysplasia. In
the series there are only four cases which have bone lesions at the
base of the skull, and neither mature gonadal function nor demon-
strable pituitary gonadotropic hormones were observed in these pa-
tients. This would suggest that the sexual precocity associated with
Albright’s syndrome differs from precocity resulting from cerebral
or central nervous system lesions and also differs from constitu-

tional precocious puberty.

Novak has written that constitutional precocious puberty has
a genetic basis and recent demonstrations of an abnormal number
of chromosomes (47 and 48) in a natient with constitutional preco-
cious puberty '' supports this theory. No such chromosomal abnor-
mality has as yet been demonstrated in cases of sexual precocity in
females having Albright's syndrome. On the other hand, there is
some indirect evidence that sexual hair and increased rate of growth
in this syndrome can be explained by a functioning adrenal cortex. !*
Although there were no signs of functioning adrenal cortex among
reported cases in the literature with the exeption of Falconer’s case -
which had a 17-Ketosteroid value 6.0 and 6.8 mg per 24 hours which
falls within the puberal level.

Summary

Our patient showed bone lesion of the skull and high 17-ketos-
teroid value. On the other hand he showed FSH level 6.6 mouse
units which is within normal limits for adolescent males. On the ba-
sis of a normal FSH level and high 17-ketosteroid value we consider
it as precocious puberty rather than sexual precocity. In that res-
pect our patient appears unique in that, to our knowledge, this is
the first reported case of McCune-Albright Syndrome in which
sexual precocity is associated with mature gonadal functions.






