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Abstract                  
 

      This study was performed on 53 patients from Kasr El Aini 

University hospital , Internal Medicine and Nephrology Department. 

      The patients were divided into 3 groups:-Group 1:-17 patients with 

acute renal failure, Group 2:- 27 patients non-diabetic with CRF on 

regular hemodialysis for at least 6 months, Group 3:- 9 controls with 

normal renal functions. 

Each patient was subjected to full history taking, full clinical examination 

and laboratory investigations including:- 

 (S.creatinine, Bl.urea, S.calcium, S.phosphorus, P.T.H, S.cholesterol, 

S.triglyceride,  S.albumin , and F.G.F.23{fibroblast growth factor 23}) 

and non contrast CT abdomen and A.C.I. was measured.  

       FGF23 levels showed significant difference between the studied 

groups as in ARF=2498.8±1669.1,CRF=6030±4141.5 and 

controls=95.8±52.3 with significant P-value=0.0001.  

Also ACI showed significant difference between the studied groups as in 

ARF=4.1±9.0,CRF=15.5±10.2 and controls=3.7±3.8 with significant P-

value=0.001.     

In multiple regression analysis showed  ACI correlated with FGF 23 in 

ARF with significant P-value=0.014 and CRF with significant P-

value=0.004. 

        We concluded that there is strong positive relationship between 

FGF23 and ACI. This positive correlation may open the gate for routine 

estimation of this agent as a surrogate marker of arterial calcification. 
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INTRODUCTION AND AIMS OF STUDY 
 

 
      The kidney plays a major role in the regulatory system for bone 

and mineral metabolism.  

 

    In chronic kidney disease various abnormalities in this regulatory 

system occur ,including hyperparathyroidism and reduction in the 1 

α  hydroxylation of vitamin D   these changes affect bone 

mineralization and may also increase the risk of metastatic  

calcification of soft tissue especially blood vessels (Fukagawa et 

al.,2006). 

 

     Fibroblast growth factor 23 (FGF23) is a recently discovered 

circulating factor that reduces serum phosphate levels, inhibits 1α  

hydroxylation of vitamin D and inhibits soft tissue calcification 

(Razaqque et al., 2005). 

 

     It was recently suggested that elevated levels of FGF23 in renal 

failure patients established on hemodialysis may have a protective 

role in prevention of vascular calcifications (Inalia, et al 2006) 

however, the interaction between FGF23,vitamin D and soft tissue 

calcification is not completely elucidated (Razzaqque et al., 2005). 

 

    The effect of FGF23 in ESRD patients, who not yet put on 

hemodialysis schedule and the extent of soft tissue calcification, are 

not yet clear (Tanwaki et al., 2005). 
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