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Analysis of Serum Protein Electrophoresis Pattern
in Uremic Patients Before and After Hemodialysis
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Abstract: Objective To study the influence of hemodialysis on inflammatory state and immune function by analyzing the
change of serum protein components in uremic patients before and after hemodialysis. Methods 75 cases of uremic patients
confirmed by the Nephrology from October 2013 to May 2014 were selected as the observation group,and 15 healthy volun-
teers at the same time as the control group. Then the serum protein electrophoresis pattern of observation group beford the
first hemodialysis,after the first hemodialysis,after one month’s treatment and control group were compared with each oth-
er. Results In the observation group before and after the first hemodialysis, the ALB levels were lower,al and o2 globulin
levels were higher than those in control group. There was a statistically significant between the observation group before and
after the first hemodialysis and control group ( P<C0. 001). After the first hemodialysis,there were differences in al globulin
levels compared with before the first hemodialysis ( P<C0.01). ALB was no significant difference after one month’s hemodi-
alysis compared with before the first hemodialysis.and al.a2 globulin were significantly reduced and the difference was sta-
tistically significant ( P<Z0. 001), ALB was lower than the control group and was statistically significant ( P<Z0. 001). After
one month’s hemodialysis, the levels of ¥ globulin were higher than those in control group,before the first hemodialysis and
after the first hemodialysis. There were significant differences ( P<Z0. 001 or P<C0. 01). Conclusion Regular and effective
hemodialysis can improve inflammatory state and immune function of uremic patients.
Keywords: uremia ; hemodialysis ; serum protein electrophoresis; immune function
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