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[ Abstract]  Objective  To investigate protein-bound uremic toxins clearance in high-flux
hemodialysis patients. Methods  Twenty-three high-flux hemodialysis patients from Renji
Hospital, Shanghai Jiaotong University School of Medicine were enrolled. Concentrations of p-cresyl
sulfate (PCS), indoxylsulfate (IS) and homocysteine (Hcy) were tested by HPLC-MS-MS. Reduction
ratios (RRs) and the amount of these toxins in drained dialysate were determined. The relationship
of clearance of PCS, IS and Hcy with BUN or Scr was analyzed.  Results  Plasma levels of the
protein-bound toxins were decreased in high-flux hemodialysis. The RRs of total PCS, IS and Hcy
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were  (32.43 £11.41)% , (37.38 £10.99)% and (57.16 +10.43)% , respectively, which were
significantly lower than those of BUN or Ser (all P<0.05). Moreover, no correlation was found
between the RRs of the total protein-bound compounds and BUN or Ser. The RRs of free PCS, IS
and Hey were (55.54+20.75)%, (55.33+19.49)% and (74.63+11.45)% , respectively. Although RRs
of free protein-bound toxins were slightly higher than that of their total, RRs of free PCS and free
IS were still inferior to those of BUN or Ser (all P<0.05). Elimination of protein-bound toxins
assessed by their mass in dialysate was (60.58+39.41) mg, (34.87 £23.64)mg for total and free
PCS; (72.47+45.18) mg, (33.82+24.28) mg for total and free 1IS; (5.27+3.31) mg, (3.73+1.68)
mg for total and free Hcy, respectively. The total and free protein-bound uremic toxins mass in
dialysate were positively correlated with the pre-treatment plasma concentrations (all P <0.05).
Conclusions Protein-bound toxins PCS,IS and Hey can be partly removed by high-flux
hemodialysis, and the elimination of these compounds into dialysate can be predicted by the levels
of pre-treatment plasma concentrations. Additionally, the behavior of the protein-bound toxins under

study during hemodialysis may be different from water-soluble substances like BUN and Cr.

Alternative efficient therapy forms should be explored.
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