FAVORABLE EFFECT OF PARICALCITOL ON ERYTHROPOIESIS IN PATIENTS WITH CHRONIC KIDNEY
DISEASE UNDERGOING HEMODIALYSIS
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Introduction

Purpose of the study
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er h" OPOleS'S in our pa f‘ents "‘ of‘ﬁemlobm lev_eis was achieved by;"' The values at the' begmnmg ‘of the admmistratlon of pancalcrtol '(da‘y 0) and at the

administering significantly reducecl doses of rHUEPO weekly. Moreover, a end of the follow-up period (day 90) were analysed using the Student's t-test for
significantly increment of the percentage of reticulocytes was observed. paired data. Statistical significance was set for p value <0.05.

Paricalcitol is a vitamin D analog, effective in the treatment of SHPT9. Control of
SHPT by using active vitamin D or calcimimetics has improved anemia in ESRD

patients previously10,11. Patients in our study had mildly elevated serum levels Results

of iPTH. Although there was a decrease of iIPTH levels at the end of the follow-

up period, they were not statistically different from the initial values. Thus, PTH- Three-month administration of paricalcitol was associated with significantly
lowering effect of paricalcitol does not explain our finding. reduction of the mean weekly dose of rHUEPO (9571,43+5065 IU vs
Administration of vitamin D analog was associated with significant reduction of 5666,67+2972,09 IU, p<0.0003, Graphic 1). Moreover the percentage of the
serum levels of the cytokine IL-6. Additionally, C-reactive protein levels were reticulocytes was increased significantly (1,58+0,8% vs 1,85+0,59%, p<0.036).
reduced, although not significantly. In ESRD inflammatory markers have been Regarding the inflammatory markers, a significantly reduction of interleukin-6
consistently =~ associated = with ~ renal = anemia  and  rHuEPA was observed (6,97+3,88 pg/ml vs 541+2,76 pg/ml, p<0.032, Graphic 2).
hyporesponsiveness12,13. Proinflammatory cytokines exert a negative effect on Levels of acute phase protein CRP were also decreased, although not
erythropoiesis, altering the sensitivity of the erythroid progenitor cells to significantly (0,69+0,53 mg/dl vs 0,49+0,31 mg/dl, p<0.09). As expected,
erythropoietin14. Moreover, contribute to functional iron deficiency by administration of paricalcitol was associated with reduction of iPTH levels and
upregulating the synthesis of hepcidin15. Our results show that paricalcitol did mild increases of total calcium and phosphorus. No difference in the levels of
not interfere In iron metabolism. Mean weekly dose of administered iron TSAT and sTfr was observed. The results are summarized in Table 2.

remained stable ensuring sufficient circulating levels without reticuloendothelial

block. Serum levels of the markers of iron transport (transferin, sTfr) were not Conclusions
Influenced by the administration of paricalcitol.
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