Reassurance without hormonal treatment is appropriate for
many individuals with presumed constitutional delay of puberty.
However, the impact of delayed growth and pubertal progression on
a child’s social relationships and school performance should be
weighed. Boys with constitutional delay of puberty are less likely to
achieve their full genetic height potential and have reduced total
body bone mass as adults, mainly due to narrow limb bones and
vertebrae as a result of impaired periosteal expansion during
puberty. Furthermore, the time of onset of puberty is negatively
associated with bone mineral content and density in boys at skeletal
maturity. Judicious use of androgen therapy in carefully selected
boys with constitutional delay can induce pubertal induction and
progression and promote short-term growth without compromising
final height, and when administered with an aromatase inhibitor, it
may improve final height.

HYPOGONADOTROPIC HYPOGONADISM
Because LH and FSH are trophic hormones for the testes, impaired
secretion of these pituitary gonadotropins results in secondary
hypogonadism, which is characterized by low testosterone in the
setting of low or inappropriately normal LH and FSH. Those with the
most severe gonadotropin deficiency have complete absence of
pubertal development, sexual infantilism, and, in some cases,
hypospadias and undescended testes. Patients with partial
gonadotropin deficiency have delayed or arrested sex development.
The 24-h LH secretory profiles are heterogeneous in patients with
hypogonadotropic hypogonadism, reflecting variable abnormalities of
LH pulse frequency or amplitude. In severe cases, basal LH is low,
and there are no LH pulses. A smaller subset of patients has low-
amplitude LH pulses or markedly reduced pulse frequency.
Occasionally, only sleep-entrained LH pulses occur, reminiscent of
the pattern seen in the early stages of puberty. Hypogonadotropic
hypogonadism can be classified into congenital and acquired



