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INTRODUCTION

CKD disturbs calctum and phosphate homeostasis.
This occurs mainly because of decreased renal excretion of
phosphate and diminished renal hydroxylation of 25-
hydroxyvitamin D to calcitriol (Lund, 2007).

Circulating calcitriol levels begin to fall when the
GFR is less than 40ml/min and are severely reduced in
subjects with end-stage kidney disease. Progressive kidney
dysfunction results in hyperphosphatemia and calcitriol
deficiency. These result 1in hypocalcaemia. These

abnormalities directly increase PTH levels (Lund, 2007).

Patients with chronic renal failure display type IV
lipoproteinemia. They have elevated serum levels of very-
low-density,  intermediate-density, and  low-density
lipoprotein. Serum cholesterol levels are usually normal
and those of high-density lipoprotein are low (Massry and
Akmal, 1989).

It i1s generally accepted that hypertriglyceridemia is
due to decreased removal from the blood secondary to
reduced activity of lipoprotein lipase and hepatic lipase.

Secondary hyperparathyroidism and elevated blood levels



of parathyroid hormone (PTH) may play an important role
in the pathogenesis of the triglyceridemia of chronic renal

failure (Massry and Akmal , 1989).

This defect was apparently due to the rise in calcium
content of the liver mediated by the state of secondary
hyperparathyroidism of CRF. An increase in calcium
content of the liver may reflect an elevation in cytosolic
calctum of hepatocytes. The elevation in Ca of hepatocytes
in CRF downregulates the mRNA of hepatic lipase (Klin et
al, 1996).

Excess PTH suppresses insulin release from
pancreatic 1islets and the insulin deficiency results in
carbohydrate intolerance. Insulin deficiency also causes
decreased synthesis of lipoprotein lipase and hence
abnormal lipid metabolism. Thus, the hyperparathyroidism
of chronic renal failure may play a paramount role in the
genesis of the abnormal metabolism of both carbohydrates

and lipids (Massry_and Akmal, 1989).




The aim of work:

To study the correlation between parathyroid dysfunction

and dyslipidemia in patients with CRF under regular HD.
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Parathyroid
Dysfunction in
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Parathyroid hormone (PTH):

The parathyroid glands are four pea-sized glands
located on the thyroid gland in the neck. The parathyroid
glands secrete parathyroid hormone (PTH), a polypeptide
that helps maintain the correct balance of calcium and

phosphorous in the body (Tomasello, 2008).

PTH, an 84 amino acid polypeptide, is synthesized in
a precursor form, pre-pro-PTH of 115 amino acids. Post-
translational cleavages yield a 90 amino acid polypeptide
(pro-PTH) and then the active 1-84 PTH, which is stored
within intracellular secretory granules. The half-life of
mntact 1-84 PTH 1is short (< 10 minutes) due to effective
enzymatic cleavage in the liver (Kupffer cells) and the

kidney (tubular cells) (Monier-Faugere et al., 2000).

The principal actions of PTH are:

(1) PTH activates osteoblasts and, subsequently,
osteoclasts, which leads to increased bone turnover
and mobilisation of calcium and phosphorus from
bone (Haas, 2007).

(2) PTH decrease renal excretion of calcium and
increase urinary excretion of phosphorus.This

phosphaturic effect of PTH facilitates the disposal of



