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Abstract 

 

Background & Aim: The majority of hemodialysis patients are 

hyperphosphatemic. Hyperphosphatemia in these patients can 

lead to renal osteodystrophy, vascular calcification, 

cardiovascular events, and is independently associated with 

mortality risk. The aim of this study is to find a suitable dietary 

intervention to improve hyperphosphatemia in maintenance-

hemodialysis patients. These interventions should be simple, 

easily applied, related to Egyptian diets, and the patients could 

adhere to them. 

Patients & Samples: Twenty one patients on maintenance-

hemodialysis were selected from El Doaah and El Rayan 

hospitals, in Cairo. All patients were under treatment according to 

the dialysis unit. Twelve patients were first advised to adhere to a 

simple diet for 4 months, suggested by the National Nutrition 

Institute, Cairo, Egypt. On the 5
th
 month, 9 patients were 

included, and all patients received the diet + 2 cups of green 

tea/day, for 4 months. Blood samples were taken at baseline and 

monthly from all patients. Serum phosphorous, calcium, urea and 

creatinine   were measured together with blood hemoglobin and 

Ca x P was calculated. Data were analyzed using paired t-test, 
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correlation analysis, and the intra-individual variation in each 

patient was calculated.  

Results: The phosphorous levels were significantly reduced (from 

6.58 to 4.4 mg/dL), while the calcium levels were elevated (from 

7.9 to 9.2 mg/dL), resulting in a decrease in Ca x P (from 51.9 to 

40.9 mg
2
/dL

2
) at all intervals, showing maximum effect after 

adding green tea to the diets. These effects were observed in total, 

male, and female patients. The within-subject biological changes 

due to the dietary interventions revealed that none of the patients 

suffered from deterioration in their phosphorous or calcium levels 

throughout the experimental period.  

Conclusion:  Advising the patients on maintenance-hemodialysis 

to adhere to simple Egyptian diets supplemented with green tea to 

alleviate their hyperphosphatemia and hypocalcemia. The strong 

individuality observed supports the preferential use of within-

subjects biological variations and the reference change values 

(RCVs) rather than population-based reference intervals. Further 

studies with larger number of patients and longer periods of 

follow-up are recommended. 
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