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PTH

e Kidney: ++ Ca, --PO4 reabsorption
e Bone: osteoclastic activity
* Intestine: ++Ca &P0O4 absorption ??

1,25 dihydroxycolecalciferol

e Kidney: ++ Ca & PO4 reabsorption
e Intestine: ++Ca &P0O4 absorption
e Bone: ??

Calcitonin

e Kidney: -- Ca & PO4 reabsorption
e Bone: -- osteoclastic activity ++ osteoblastic activity




Maintaining Calcium Balance
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Vitamin D synthesis and metabolism
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Figure 1. 7-Dehydrocholesterol (pro-vitamin D3) during sun exposure (UVE), in the skin, is converted o previtamin
0. Witamins D, (cholecalciferol) and D, {(ergosteroly are both metabolized in the liver to 25-hydroxicholecalciferol

[(25(0OHD] and are transformed in the Kidneys into its active form, 1,25 dihydroxyvitamin D [1,25(0H),D].
Inactivation of vitamin O metabolites occurs mainky by renal 24-hydrosxylation.
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Regulation of secretion:

1,25(0OH)2D3 -
: Calcitonin
Formation
e Ca e Ca e Ca
e Po4 e PTH e B adrenergic
e B adrenergic agonist,
e 1,25(0OH)2D3 * Estrogen,
prolactin

e Gastrin, CCK
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Causes:

* Hypoparathyroidism

* Decrease intake or absorption
* Alkalosis

* Phosphate retention!!!

Types:

 Latent: 7-9.4 mg/dI
* Manifest : less than 7 mg/dI

Treatment:

* IV Ca gluconate !!!
 Diet Ca &Vit D
* Treatment of the cause






