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Mature natural killer cell neoplasms:extra nodal NK cell lymphoma

and aggressive NK cell leukemia
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Abstract Objective: To explore the clinical characteristics,diagnosis and therapeutic effect of mature natural
killer (NK) cell neoplasms in order to enhance the recongnization of the disease. Method: Clinical data of 14 pa-
tients with mature NK cell neoplasms were analyzed retrospectively. Result: Mature NK cell neoplasms is consited
of aggressive NK cell leukemia ( ANKL) and extra nodal NK cell lymphoma nasal type (ENKL). The disease
course was fulminant and developed rapidly in 4 cases with aggressive NK cell leukemia (ANKL) which presented
with fever,hepatosplenomegaly,anemia and multiple organ failure. The therapeutic effect was poor and the patients
died. Ten cases of ENKL mostly occured in the nasal or par nasal area. Five cases died and others were still in fol-
low-up. Conclusion: NK cell neoplasm is extremely rare and its pathogenesis is unknown. The diagnosis of ANKL is
based on clinical manifestations, bone marrow cytology and immunophenotyping. Chemotherapy of ANKL is as

same as that of acute lymphoblastic leukemia. The diagnosis of ENKL is based on clinical manifestations, tissue bi-

opsy and immunohistochemistry. Treatment of ENKL is chemotherapy and radiotherapy.
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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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