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Effect of Angelica Polysaccharide on the Promotion
of Thymocyte Praliferation and RBC C3bR Immune
Adhesion Function in Radiated Mice
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Abgract : Objective To explore the efect of angdica polysaccharide (AP) on the thymocyte proliferation and
RBC C3bR immune adhedon function in radiated mice. Methods Mice were divided into control , irradiated and AP
treated d o irradiated groups (10 per group) . The proliferation of thymocytes and RBC C3bR rosette formation rate were
then examined on day 10 ater AP was given. Results The thymocyte proliferation regponses (0.24 +0.01) and the
RBC C3bR rosette formation rate [ (16.46 + 0. 76) %] of the irradiated control group were sgnificantly lower than those
of the norrirradiated controls [(0.35 + 0.01) and (22.30 * 1.26) %, regectivdy; P <0.01)]. The thymocyte
proliferation (0.31+0.01) and RBC 36bR rostte formation [(21.07+1.22) %] in the treatment group were
dgnificantly higher ( P <0.01) than those of theirradiated control group , and approached norrirradiated control levels.
Conclusions AP can reverse radiatiorrinduced reduction in the proliferation regponse of thymocytes and in RBC immune
adheson function.
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