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: appearance of physical a f“\\\

opment at an earlier age than
[

1set of _pdb.é'rty before age 9 years is consit

us in girls younger than 8 years




ral precocious puberty gonadotropin-indeg
y, peripheral pseudopuberty, peripheral \

* Isosexual: premature development of secondary sex
appropriate for gender (can be complete or incomplete
above) |

* Heterosexual: masculinization of girls or feminizatio
v'Boys: McCune-Albright syndrome, estrogen-secreting le:

v'Girls: congenital adrenal hyperplasia



- v'Pituitary gonadotropin-secreting tumors (rare)
v'Pineal body tumor |
v'Systemic conditions: tuberous sclerosis, neurofibromatosis

v'Obesity-related precocious sexual development due to incre
leptin in obesity




 puberty without elevated Gr

o

.

Irogen production, e.g.:
arian cyst (most common cause)
ngenital adrenal hyperplasia

= irilizing ovarian and adrenocortical tumors
- »Leydig-cell tumor

v Estrogen production, e.g.:
» HCG-secreting germ cell tumors (e.g., granulosa cell tumor)
» Rarely: adrenal gland tumors that produce estrogen
» McCune-Albright syndrome

v B-HCG production: e.g., hepatoblastoma

v'Primary hypothyroidism

v'Obesity-related precocious sexual development due to
hyperinsulinemia (caused by increased insulin resistanc




ecocious puberty due to the
ary-gonadal axis - isosexual pi

development of secondary sexual characteristics.

artial or incomplete precocious puberty: premature
premature thelarche.



-""_____Gpituit-arism (GH and gonadotrophins deficiencies)
: prlmary testicular defects (hypergonadotrophic hypogon:
v'partial insensitivity to androgens




or incomplete developme '
he age of 14 in boys or 13

n: a temporary delay in growth and onset of
by any pathological process

Etiology: may be inherited as an autosomal dominant, -’
linked trait

~+ Malnutrition and other chronic diseases (such as inflamm
disease, hypothyroidism, or psychosocial deprivation)

* Hypogonadism _
v'Hypergonadotrophic hypogonadism. Turner’s syndrome, Kllnefe
v'Hypogonadotrophic hypogonadism. Panhypopituitarism :




hemangloma, lipoma — in these cases gynaecomastia is ust
v'Inbalance between secretion of estrogens and testosteron

* Gynaecomastia - Due to abnormal sensitivity of the
estrogens or exaggerated in situ conversion of testost



red hypogonadlsm is even more common, aﬁ?‘.ﬂ

* Presentation
v’ Failure to progress through puberty.
v'Sexual dysfunction.
v Infertility.

v'Non-specific symptoms, e.g. lethargy, reduced libido, mood ct
gain.




dism as a result of hypot

n. serum testosterone. _
ormal or low LH and FSH, normal inhibin B and anti-|




Nﬁl'ns of GNRHR or GPR54 genes.
ypogonadism (IHH).

anges.
c steroids.
‘ess—physical/psychological.
stemic illness.

~» Medication and recreational drugs.
Structural:

Tumours, e.g.  pituitary adenoma, craniopharyngioma, germinoma.

. .

Infiltrative disorders, e.g. sarcoidosis, haemochromatosis.

Head trauma. Radiotherapy.

Surgery to the pituitary gland or hypothalamus.

g,

Miscellaneous: Haemochromatosis. Prader—Willi syndrome. Laurence—-Moon-Bied|



ary 17 ketoSteroids:

-- = impaired Leydig cells
normal = impaired gametogenic function

| 3 Testosterone, ESH, LH in blood

Testosterone FSH&LH
v'Primary -- ++
v'Secondary -- --
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2-4 mIIEJacuIatlon
80-100 million/ml
low 50 million = subfertile
below 20 million = infertile
| 0 = azoospermia
ific gravity 1028 ++ = ++ viscosity = -- motility
Viotility: 60% actively motile
| 3mm/min = ??? 6 hours

5. Fructose 150-650 mg%

(Seminal vesicles)

6. PH (Prostate) 7.3-7.5

7. Sperm quality > 25% abnormal shapes

8. Color White opalescent




:no ga‘?%hé?togenic function
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