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- Primary form

- Secondary form

- Tertiary form (lese common)

- Primary: autonomousg overproduction of OTH

- Secondary & tertiary: due to chronic renal ingufficiency

- Common endocrine digorder, major cauge of hypercalcemia

- Increage in detection due to routine gerum calcium aggays in hogpitalized patients

- The frequency of occurrence of the varioug parathyroid lesiong underlying primary hyperparathyroidiem
. Adenoma: 85%-95%

2. Brimary hyperplagia (diffuse or nodular): 5%-10%

3. Carcinoma: ~1%

- May be circumgcribed lesiong that are difficult to digtinguigh from
adenomag,

- Or they may be clearly invagive neoplagms.

- Thege tumorg enlarge one parathyroid gland

- Sometimes exceed (O g in weight.

- The tumor magg ig ugually encloged by a denge,

fibroug capsule.

- The diagnosis ig not baged on cytologic detail-unreliabl

- Diagnosig: invagion of surrounding tiseue and metagtagig are the only

- Multiglandular procese ( It usually affects all the parathyroid
glands meaning more than one gland, not just a single one).

- [n some cageg, enlargement may be grogsly apparent in only
one or two glands, complicating the distinction between
hyperplagia and adenoma

definitive criteria
- Local recurrence oceurs in one third of cageg, and
more digtant diegemination oceurg in another one third

- Cauge: Chronic low gerum calcium level , mainly due to renal failure which leads to compensatory overactivityof the parathyroide
- The mechanisme by which chronic renal failure induces secondary hyperparathyroidism are complex :

1) Chronic renal ingufficiency is aseociated with decreaged phosphate excretion, which regults in hyperphogphatemia ,

the elevated gerum phosphate levels directly deprese serum calcium level

2) Loge of renal al-hydroxylage activity, which is required for the synthesis of the active form of
vitamin D), reduces the intestinal absorption of calcium ,thege alterationg cauge chronic hypocalcemia,
which stimulates the activity of the parathyroid gland



Morphologic changes in other organg:

L. Octitie fibroga eygtica

2 Brown tumorg of hyperparathyroidiem

- High OTH Increages osteoclagtic activity,
which reaulta in erogion of bone and mobilization of calcium ealtg,
affecting the metaphyses of long bones.

- Bone regorption ie accompanied by
increaged ogteoblagtic activity and
the formation of new bone

- [n more gevere cageg, the cortex ig grogsly thinned and
the bone marrow containg increaged amountg of

fibroug tiseue accompanied by foci of hemorrhage and
cyste

- Aggregates of osteoclagte, reactive giant
cells, and hemorrhagic debrig form maggeg
that may be migtaken for neoplagm

| Nephrolithiasis 2-nephrocalcinogi

- PTH-induced hypercalcemia favore formation | 0glsifieation of the renal
of urinary tract stoneg caleium contain etones | interatitium and tubule

- Calcification secondary to hypercalcemia aleo may be geen in other gites, including the stomach, lungg,
myocardium, and blood vesgels- Caleification secondary to hypercalcemia also may be seen in other gites,

including the stomach, lungg, myocardium, and blood vesgelg

- Affecte adultg, ie mugh more common in women than in men
- The mogt common manifegtation ig an increage in gerum calcium
- Primary hyperparathyroidiem ig the most

-common cauge of clinically silent hypercalcemia.

-Most common apparent hypercalcemia cauge: cancer which can cause hypercalcemia

- Cancer caugeq:

A) gecretion of PTH-like polypeptides from cancerg of other organg, such ag lung

adenocarcinoma
and thig i¢ Called paraneoplagtic eyndrome
B) osteolytic bone metagtages




Other laboratory findings

a. hypophogphatemia

b. increaged urinary excretion of Calcium and phosphat

(. Bain gecondary to :

a. Fractures (osteoporoais or ogteitis fibrosa cygtica)

b. Renal gtones wag at one time a prominent manifegtation of primary hyperparathyroidism
2. Gl: constipation, naugea, ulcers, pancreatitig, gallstones

3. CNS: depregsion, lethargy, seizures

4. Neuromugcular: weaknegs, hypotonia

5. Dolyuria, secondary polydipsia



