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A- Anterior pituitary ( Adenohypophysis )

A gyl (Apanll) Auale) daaliill i
1-Somatotrophs from acidophilic cells = Growth H.
2- Lactotrophs from chromophobe cells < Prolactin
3- Corticotrophs from basophilic cells = ACTH, MSH .
4- Thyrotrophs from pale basophilic cells = TSH
5- Gonadotrophs from basophilic cells < FSH, LH

B- Posterior pituitary ( Neurohypophysis )
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Hypothyroidism 43, | gad -«
Primary s °
1- Loss of thyroid tissue due to surgery or radiation Rx.
2- Hashimoto’s thyroiditis
3- lodine deficiency specially in endemic areas
4- Primary idiopathic hypothyroidism
5- Congenital enzyme deficiencies
6- Drugs e.g. iodides, lithium.....
7- Thyroid dysgenesis (developmental)

Secondary (st -

Pituitary or hypothalamic failure
* Hyposecretion of thyroid hormones more common in women, esp. over
40 YOA
* Two versions:

- Cretinism d.a)adl)
= Congenital form
- Myxedema dshaliall dadgll
= Starts in childhood or adulthood
* Etiology:
Dietary ) < metabolic i), iatrogenic Lidall (a3, congenital
S5, inflammatory 2ledll, chronic autoimmune 4 e 4803 delia
. 'I:reatment: Hormo;1e replacement medications.
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* Hashimoto's Thyroiditis "Chronic Lymphocytic Thyroiditis"

Autoimmune disease characterized by progressive destruction of
thyroid tissue.

Commonest type of thyroiditis.

Commonest cause of hypothyroidism in areas of sufficient iodine levels
F:M = 10-20:1, 45-65 yrs.

Can occur in children

* Subacute Granulomatous Thyoiditis

Middle aged , more in females. Viral etiology ?
Self-limited L3 saaa (6-8w)

Acute onset of pain in the neck, fever, TESR, TWBC
Transient thyrotoxicosis.

* Grave’s Disease ja & sl

Hyperthyroidism

Grave’s disease is most common hyperthyroid disease
Hypersecretion of T3 and T4

May cause thyrotoxicosis

Diffuse effect, multiple symptoms

Females mostly, 30-40 YOA

M: F ratiois 1: 7

More common in western races

Etiology: Genetic or immunologic

Commonest cause of endogenous hyperthyroidism
Lab findings: T T4, 773 4 TSH



(@ Elsevier 2005

Nodules in the thyroid 48, cilagal)

Nodules in thyroid may be multiple or solitary suag 5 52

Any solitary nodule in the thyroid has to be investigated as some are
neoplastic. dueysl) cuilsal) (mes Lol (s< Ad)al Jb sy 520 (gl
HOT nodule takes up radioactive substance
(functional daauag) dacleiy) salall Jai 5)lall 5asell
COLD nodule does not it take up
( nonfunctional duiuas V) dac ledy) saladl Jaudi VY 52,)L) 5ual)

* General rules of nodules in the thyroid :

1- Solitary nodule is MORE likely to be Neoplastic than multiple.

2- Hot nodules are more likely to be Benign.

3- Not every cold nodule is malignant .
Many are nonfuctioning adenomas, or colloid cysts , nodules of nodular
goitre....etc.
Up to 10% of cold nodules prove to be malignant.

4- Nodules in younger patients are more likely to be Neoplastic.

5- Nodules in males are more likely to be Neoplastic.

6- History of previous radiation to the neck is associate with increased risk of
malignancy.



* Parathyroid Diseases Al ()l
* Hyperparathyroidism <liy)all Jajd
- Affects women more than men (2:1)
- Excessive secretion of PTH by gland causes abnormalities of calcium
(Ca**) and phosphates (PO4™)

- Effects:
— Hypercalcemia (most important effect)
— Hypophosphatemia.

* Primary Hyperparathyroidism

- Commonest cause of asymptomatic hypercalcemia

- Female:Male ratio=2-3: 1.

- Causes : Adenoma 75%-80%
Hyperplasia 10-15%
Carcinoma < 5%

- Majority of adenomas are sporadic Lga\)é

- Biochemical findings :

TPTH, Tca, L phosphate , Talkaline phosphatase.
- In other causes of hypercalcemia, PTH is { .

* Hyperparathyroidism, clinical picture
- 50% of patients are asymptomatic.
- Patients show T Ca & TParathormone levels in serum.
- Symptoms and signs of hypercalcemia:
Musculoskeletal, Gastrointestinal tract, Urinary and CNS symptoms.
- Commonest cause of silent hypercalcemia .
- In the majority of symptomatic hypercalcemia commonest cause is wide
spread metastases to bone.

* Secondary Hyperparathyroidism
- Occur in any condition associated with chronic hypocalcemia, mostly
chronic renal failure.
- Glands are hyperplastic z£& 4\.2_)9.4
- Renal failure —>~Lphosphate excretion — increased serum phosphate,
! ca>TPTH.
* Tertiary Hyperparathyroidism
Extreme activity of the parathyroid — autonomous function (& da.lsy)
& development of adenoma (needs surgery).
* Hyperparathyroidism Treatment «ldyal & 2,h dallaa
- Surgical removal of gland(s)
- Increasing fluid & sodium intake
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- Meds that increase calcium excretion
- Treatment varies with the etiology, primary or secondary

* Hypoparathyroidism <l ) gt
* Causes:
— Damage to the gland or its vessels during
thyroid surgery.
— Idiopathic, autoimmune disease.
— Pseudohypoparathyroidism, tissue resistance to PTH.
* (Clinical features:

-Tetany S5, convulsion z3aal, neuromuscular irritability diluac duae dangs,
cardiac arrhythmias 4.8 4l Y......
« Hypoparathyroidism treatment c\d ul) | s dallas
- Vitamin D and calcium supplements. )

- Periodic lab tests to determine serum levels of calcium, Vitamin D and PTH.
- High calcium, low phosphorus diet.

«  Pancreatic Diseases GabiSid) Gl
Diseases mainly include :
- Diabetes
- Islet Cell Tumors

* Diabetes Sl ¢l

- Chronic disorder in which there is abnormal metabolism, of carbohydrate, fat &
protein , characterized by either relative or absolute insulin deficiency, resulting
in hyperglycemia.

- Most important stimulus that triggers insulin synthesis from B cells is GLUCOSE.

- Other agents stimulate insulin release.

- Level of insulin is assessed by the level of C - peptide.

« S el Qadis
1- Random glucose > 200mg / dL + symptoms.
2- Fasting glucose of > 126mg / dL on more than one occasion.
3- Abnormal OGTT ((ssedll 3685kl Joad jlusl)when glucose level is more than
200mg/dL 2hrs. after standard glucose load of 75 g.
oGSl plal) e
Causes could be Primary in the pancreas or secondary to other disease conditions
Primary diabetes is classified into :
A-Typel
B- Type 2
C- Genetic & Miscellaneous causes
Whatever the type, complications are the same.
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Absolute deficiency of insulin due to f cell destruction (10%)
> 90% of 3 cells lost before metabolic changes appear

Age <20 yrs but may be latent
Normal or decreased weight
Ketoacidosis is common

Due to a combination of peripheral resistance to insulin action &
inadequate secretory response by the pancreatic B cells
Commoner (80-90% )

Insulin normal (relative insulin deficiency)

Patient is overweight

Rare ketoacidosis

Type 3 : Miscellaneous causes

Genetic defects :
— B cell function
e.g. Maturity Onset Diabetes of the Young (MODY) caused by a variety of
mutations.
— Genetic defects of insulin processing or action
e.g. Insulin gene or Insulin receptor mutations.
Secondary Miscellaneous Causes :
- Diseases of exocrine pancreas e.g. chronic pancreatitis
- Endocrinopathies e.g. Cushing’s Syndrome, Acromegally
- Infections e.g. CMV
- Drugs e.g. glucocorticoids
- Gestational diabetes
- Other genetic syndromes associated with diabetes

Retinopathy
Cataracts
Glaucoma

Microangiopathy
Cerebral vascular infarcts
Hemaorthage

Hypernension

Myocardial infarct

Islet cell loss
Insulitis (Type 1)
Armyloid (Type 2)

Atherosclerosis
Nephrosclerosis
Glomerulosclercsis
Arteriosclerosis
Pyelonephritis

s N

Peripharal vascular
atherosclerosis

Gangrene

Peripheral neuropathy Infections

Autonomic neuropathy

@ El 2005

Complications e Liadll
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* Complications cilicliaal)

1- Atherosclerosis (sauarll clail)

- Cardiovascular
- CNS complications
- Peripheral circulation

.G wd

Diabetic microangiopathy 44.a. ‘L’\g—ﬂ\ oNEe)

- Hyaline arteriolosclerosis (Eu!\.\@l\ Sauanl) Claill), exaggerated in
hypertension (aall lata 1ajp 3 dallw)

- Diffuse thickening in capillaries of skin, retina peripheral nerves, renal
medulla = Leaky vessels—> nephropathy 4Kl (D), retinopathy &Sl Dic),
neuropathy wlacy! Plic)

N
)

o S dallaa
— Type 1: insulin administration
— Type 2: diet & exercise
Oral hypoglycemics
Insulin

* Diabetic Emergencies 3\:9&- sS)\sh
* Insulin shock (severe hypoglycemia)
* Diabetic Ketoacidosis
— Severe hyperglycemia & ketoacidosis
— Altered mental status, possible coma
— Severe dehydration

« Adrenal Disease kS ()l

* Cushing’s Syndrome & S 4ajMia
— Hypersecretion of hormones by the adrenal cortex
— Cortisol excess
— More common in women
— May be due to:
* Oversecretion of ACTH
* Benign or malignant neoplasm of adrenal cortex

SIS - JEVEN FUNVERY P I
* latrogenic (prolonged steriod treatment)
(g yiiedls Aglas dallas) Lidall 2adle
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PITUITARY CUSHING SYNDROME ADRENAL CUSHING SYNDROME

Tumor in

anterior pituitary Cortisol Cortisol

ACTH Cortisol

Tumor Nodular hyperplasia

PARANEQPLASTIC CUSHING SYNDROME IATROGENIC CUSHING SYNDROME

Cushing syndrome

ACTH

Corisal
Lung cancer
{or other
nonendocring
cancer)

Steroids

Elsevier 2005

Symptoms _a)sY)
“moon facies”, truncal obesity (4:c3s 43l with thin limbs (dlas g_'q\)L.T),

“buffalo hump uslall 2li”, decreased glucose tolerance, muscle weakness,
hypertension, anxiety, depression.

Treatment dallaall

Surgery for tumor removal, drug or radiation to decrease ACTH secretion.

Addison’s Diseas (gl ¢la

— Hyposecretion of adrenal cortex hormones
— Decreased ability to handle physiological stress
— Low BP, increased temperature

Pheochromocytoma al)sall 333

— Tumor of adrenal medulla
— Secretes catecholamines
* Epinephrine
* Norepinephrine
* Like SNS, increases blood pressure, heart rate, skin flushing

14



