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3. CT scan or MRI to identify any mass lesions.
»ee Hyperprolactinemia D. Treatment
1. Treat the underlying cause (e.g., stop medication, treat hypothyroidism).
A. Causes 2. If prolactinoma is the cause and the patient is symptomatic, treat with
1. Prolactinoma bromocriptine, a dopamine agonist that secondarily diminishes the production
a. Most common cause of hyperprolactinemia and release of prolactin. Continue treatment for approximately 2 years before
b. Most common type of pituitary adenoma (up to 40%) attempting cessation. Cabergoline (another dopamine agonist) may be better
2. Medications (e.g., psychiatric medications, H, blockers, metoclopramide, tolerated than bromocriptine and is often chosen as first-line therapy.
verapamil, estrogen) 3. Consider surgical intervention if symptoms progress despite appropriate medical
3. Pregnancy therapy. However, the recurrence rate after surgery is high.
4. Renal failure
5. Suprasellar mass lesions (can compress hypothalamus or pituitary stalk)
6. Hypothyroidism
7. Idiopathic

Microadenomas (<10 mm diameter) tend to either remain the same size or regress with time. Only 10% to 20%
continue to grow.

High levels of prolactin inhibit secretion of GnRH. This leads to decreased secretion of LH and FSH, which in
turn leads to decreased production of estrogen and testosterone (see Clinical Features).

B. Clinical Features
1. Men

a. Hypogonadism, decreased libido, infertility, impotence
b. Galactorrhea or gynecomastia (uncommon)
c. Parasellar signs and symptoms (visual field defects and headaches)

2. Women
a. Premenopausal: menstrual irregularities, oligomenorrhea or amenorrhea,
anovulation and infertility, decreased libido, dyspareunia, vaginal dryness, risk
of osteoporosis, galactorrhea

. Postmenopausal: parasellar signs and symptoms (less common than in men)
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Parasellar signs and symptoms (mass effects of the tumor) are more prevalent in men than in women. This is
largely because the early symptoms in men (e.g., impotence) are often attributed to psychological causes and
medical evaluation is delayed, allowing for larger tumor growth.

C. Diagnosis
1. Elevated serum prolactin level.

2. Order a pregnancy test and TSH level, because both pregnancy and primary
hypothyroidism are on the differential diagnosis for hyperprolactinemia.
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see Acromegaly
A. General Characteristics

1. IGF-1, also known as somatomedin C, should be significantly elevated in
1. Acromegaly is broadening of the skeleton, which results from excess secretion of 8 y

- N . . A acromegaly.
l[)el;ucl;:gvecfe?:ﬁ ig;ﬂi?s')s eal closure (if before epiphyseal closure, gigantism 2. Oral glucose suppression test—glucose load fails to suppress GH (as it should in
2. Itis almost always caused by a GH-secreting pituitary adenoma (represents 10% healthy individuals). This confirms the diagnosis if the IGF-1 level is equivocal.
of pituitary adenomas). 3. MRI of the pituitary.

4. Arandom GH level is not useful because there is wide physiologic fluctuation of

Cardiovascular disease (cardiomyopathy) is the most common cause of death in patients with acromegaly. D. Treatment

1. Transsphenoidal resection of pituitary adenoma—treatment of choice
2. Radiation therapy if IGF-1 levels stay elevated after surgery.

3. Octreotide or other somatostatin analog to suppress GH secretion

B. Clinical Features
1. Growth promotion
. Soft tissue and skeleton overgrowth
. Coarsening of facial features
. Abnormally large hand and foot size (ask about increasing glove/ring size)
. Organomegaly
Arthralgia due to joint tissue overgrowth
. Hypertrophic cardiomyopathy

. Enlarged jaw (macrognathia) . 2. = 2 "&Li i\l
2. Metabolic disturbances U’*\—D ’
a. Glucose intolerance and DM in 10% to 25% of patients :

b. Hyperhidrosis
3. Parasellar manifestations

a. Headache K o l \b B ' . _
b. Superior growth leads to compression of the optic chiasm, which results in . . 3

visual loss (bitemporal hemianopsia)
. Lateral growth leads to cavernous sinus compression
. Inferior growth leads to sphenoid sinus invasion

e. HTN, sleep apnea - “\./E) p ‘9 {‘\) J..)‘ﬂ_)
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