Adipose Tissue Remodeling : The Link BetweenFGF23-Klotho-Vitamin D3
Axis and Renin-Angiotensin-Aldosterone Axis In The Development And

Progression of Obesity Related Kidney Disease
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Obesity Is established as an Important
contributor of Increased diabetes mellitus,
hypertension and cardiovascular disease, all
of which can promote chronic kidney disease
(CKD). Recently, there Is a growing
appreciation that even in the absence of these
risks, obesity itself significantly increases CKD
and accelerates its progression. The aim of
this work Is to evaluate the link between
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1,29dihydrocholicalciferole (1,25D3),
Serum calcium (Ca), serum phosphorus (PO4), and plasma FGF-23
, plasma renin activity (PRA), plasma angiotensinogen receptor 1 &2

(AT1 & AT2) and plasma aldosterone (ALD) .

METHODS

In a cross sectional randomized multi centers study ,two hundred
twenty sixCKD patients stage Ill and |V ( eGFR20-60 ml/min/m2 )
have enrolled In this study as follows : group | ; 87 non diabetic CKD
patients aged 20-40 years with body mass index (BMI) between 20-
25 kgm/m2; group Il ; 130 non diabetic CKD patients aged 20-40
years with (BMI) > 30 kgm/m2 and group |l ; 89 CKD patients aged
>60 years. All patient have been tested for plasma leptinlevels,

plasmaparathormone (PTH)

FIH, parathormone; 12303, 1.2 didrocholicalciferol: §Leptin, serum jegtin; FGFI3, fibroplast evowth factor 23, plasma
sl serum albumin
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