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Abstract Objective: To figure out the concentration change of cAMP and ¢cGMP in the peripheral blood of the
patients of with leukemia and aplastic anemia. Method: ELISA was used to detect the concentration of cAMP and
c¢GMP. Result: Compared with control,cAMP concentrations in all three groups including leukemia before chemo-
therapy group(white B group) , leukemia after chemotherapy group(white P group) and aplastic anemia group(red
group) decreased dramatically, with significant statistical difference (P <C0. 05). The concentration of cGMP in
white P group markedly increased compared with control with significant difference (P<Z0. 05). The cAMP/cGMP
in white B group, white P group and red group all markedly decreased compared with control with significant

difference (P<C0. 05). Conclusion: The results indicated that the concentration change of cAMP,cGMP in peripher-
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al blood could be related to pathogenesis of leukemia and aplastic anemia.
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