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Therapeutic effect of plasmapheresis combined with cimetidine on

allergic purpura and its influence on serum related indexes
ZHOU Wen-jie, JIN Min, XU Lei
Department of Blood Transfusion, The Second People's Hospital of Huai'an, Huai'an, Jiangsu 223001, China
Abstract: Objective To investigate the effect of plasmapheresis combined with cimetidine in the treatment of allergic
purpura and its influence on serum levels of tumor necrosis factor ( TNF ) -a, interleukin (IL)-6 and immunoglobulin.
Methods Fifty children with allergic purpura treated from January 2016 to December 2017 were divided into cimetidine
group and combined treatment group randomly (n = 25, each). Both groups were treated with cimetidine injection
(intravenous drip of 10 mg/kg per day for 14 days), and the combined treatment group was additionally given
plasmapheresis (5 times as a course of treatment) . Enzyme-linked immunosorbent assay (ELISA) was used to detect the
levels of serum TNF-a and IL-6,and immunoturbidimetry was used to detect the levels of serum immunoglobulin(Ig) . The
clinical symptoms, therapeutic effects and adverse reactions of the two groups were compared. Results The serum levels of
TNF-a and IL-6 were lower after the treatment in both groups,and they were significantly lower in the combined treatment
group than those in the cimetidine group (all P <0.01). After treatment , the contents of IgA ,IgM and IgE were lower after
the treatment in both groups,and they were significantly lower in the combined treatment group than those in the cimetidine
group(all P <0.01). After the treatment,the contents of IgG were significantly higher in both groups,and it was higher in
combined treatment group than that in the cimetidine group (all P <0.01). The disappearance time of clinical symptoms in
the combined treatment group was significantly shorter than that in the cimetidine group (all P <0.01). The total effective
rate of the combined treatment group was slightly higher than that of the cimetidine group, and the incidence of adverse
reactions was slightly lower than that of the cimetidine group, but there were no significant differences (all P >0.05).

Conclusions Plasmapheresis combined with cimetidine in the treatment of anaphylactoid purpura can effectively reduce
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the levels of serum inflammatory factors and shorten the disappearance time of clinical symptoms. Whether the total effective

rate and adverse reactions can be improved in a statistically significant way remains to be further studied.
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