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e _Anterior Pituitary is controlled by hypothalamic releasing/inhibiting hormones via the hypophyseal

e Posterior Pituitary stores and secretes hormones (ADH and Oxytocin) made in the hypothalamus,
delivered through nerve fibers.

e The supraoptic and paraventricular nuclei of the hypothalamus are the sites of hormone
synthesis.

e ADH regulates water balance, while Oxytocin is involved in childbirth and lactation.
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% ADH acfs on distal convolufed fubules and collecting ducts in the Kidney fo increase water reabsorption, leading fo decreased urine oufput.
3 This helps conserve body water and prevent dehydration.
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s This resulfs in increased blood pressure, and in exfreme cases may constrict coronary arteries, raising the risk of myocardial ischemia (heart

damage due to low oxygen supply).
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Give Reasons

1-Some endocrine hormones only affect specific tissues.
Because only these tissues have receptors.

2- The pituitary gland is sometimes called the master
gland. Because it coordinates many functions of the other
endocrine glands.

3- A lesion destroying the posterior pituitary causes no
effect. Because its hormones continue to be synthesized and
released by the healthy hypothalamus.

4-The T3 is more rapidly and more potent than are those
of T4.

Because: a- T3 is less bound to plasma proteins.

b-Its greater affinity to thyroid receptors.

What happen if

- Cuting the hypothamaopitutray axis, which hormone
is increased?

Prolactin increases because dopamine (which inhibits prolactin) from the hypothalamus is no
longer secreted.

- Damage to the posterior pituitary, which hormone is
most affected? aoHand oxytocin

- Patient with total thyroidectomy, which hormone is
increased? TsH

- Patient with thyroid hormone-producing tumor?

TSH is suppressed because high T3/T4 levels inhibit the pituitary’s TSH secretion via negative
feedback. 14

What happen if
* Hypothalamo-pituitary-thyroid axis is
disrupted, what happens to TRH, TSH, and

T4 levels?

Hypothalamic damage — Low TRH — Low TSH — Low T4 (central

hypothyroidism).

Pituitary damage — High TRH (no feedback), but Low TSH — Low T4.
-MCQS:::::::  if the hypothalamo-pituitary-thyroid axis is disrupted, what changes occurin

TRH, TSH, and T4 levels?

a) TRH increases, TSH increases, T4 increases
b) TRH decreases, TSH decreases, T4 increases
c) TRH increases, TSH decreases, T4 decreases
d) TRH decreases, TSH increases, T4 decreases
e) TRH increases, TSH increases, T4 decreases
Answer:

— ¢) TRH increases, TSH decreases, T4 decreases

-CASE:::
thyroid axis after head trauma.
Blood tests show very low TSH and T4 levels.

A 25-year-old patient has a complete disruption of the hypothalamo-pituitary-

Which of the following best describes the expectg¢d TRH level in this patient?

a) NDecreased h) Narmal



