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[Abstract] Objective To investigate the effects of high flow hemodialysis (HFHD) on monocyte
chemoatiractant protein—1 (MCP-1) and interleukin—6 (IL-6) in uremic patients with maintenance hemodialysis
(MHD). Methods 60 paients with MHD who were treated in the Second People's Hospital of Guiyang were
enrolled and randomly divided into the HFHD group and the common hemodialysis group (HD group), 30 paients
in each group. All patients had no acute or chronic infection, multiple organ failure, and did not take lipid—lowering
drugs, anti—platelet drugs and other anticoagulants. 30 health checkups, over the same period, who had no medical
history of hypertension, hyperlipidemia, diabetes mellitus, infections, cardiovascular events, and without taking
any medications in recent weeks, were enrolled as normal control group. Venous blood samples were gathered
for all patients before and 6 months after treatment. Blood samples of the control group were collected during
their routine checkup. By the method of enzyme linked immunosorbent assay (ELISA) after the serum had been
centrifuged, the levels of MCP-1 and IL.—6 were measured for the purpose of investigating the effects of HFHD.
Results (D Before treatment, both HD group and HFHD group released more MCP-1 and TL-6 than that of
the normal control group [MCP-1 (ng/L): 32.34+£4.08, 32.454+4.01 vs. 17.96 £2.44, [L-6 (ng/L): 12.37+1.24,
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13.28 £1.06 vs. 3.04+1.09, all P < 0.05]. However, no significant differences were found in the concentration of
either MCP—-1 or IL—6 between the two groups of HD and HDHD (both P > 0.05). @ MCP-1 and IL—6 all decreased
significantly after HFHD treatment [MCP-1 (ng/L): 25.73 £4.00 vs. 32.45+£4.01, IL-6 (ng/L): 12.42£1.52 vs.
13.28 +1.06, both P < 0.05]. 3 But there were not notable changes of MCP-1 and IL-6 before and after HD
treatment [MCP-1 (ng/L): 32.92 +6.69 vs. 32.34 +£4.08, IL-6 (ng/L): 12.78 +1.36 vs. 12.37 £1.24, both P > 0.05].
Conclusion HFHD can effectively eliminate MCP-1 and IL-6 in MHD patients, which can play positive role in

relieving inflammatory response, and improving atherosclerosis.
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