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Anti-GITR antibody inhibits L.615 leukemia in mouse
YANG Xiao-kun, ZHENG Jun-song, ZHANG Xin, PU Xiao-yun ( Department of Clinical Laboratory, Xingiao Hospital, Third

Military Medical University, Chongging 400037, China)

Abstract; Objective To investigate the effect and the mechanism of the GITR-antibody ( glucocorticoid-
induced tumor necrosis factor receptor-ligand antibody) on the mouse leukemia model induced by 1.615. Meth-
ods The mouse leukemia models induced by 1615 cells were divided into 4 groups: negative controls ( perito-
neal injection of normal saline, 0.2 ml/d) ,GITR group ( GITR, 100, infused through caudal vein 2 d before
leukemic lymphocytes inoculation, again at dose of 50 pg/each mouse after inoculation), Cyclophosphamide
group (200 mg + kg™' + d™', intraperitoneal injection from the 3" day after inoculation for 3 d), GITR + Cy-
clophosphamide group (100 mg « kg ™' + d ™' Cyclophosphamide instead). The survival time ,leukocyte counting
in the peripheal blood, liver and spleen index were calculated and the pathological examination of liver, spleen
were performed. Results  GITR-ligand could prolong the survival time of mouse leukemia model, lead the
necrosis and apoptosis of leukemic cells in bone marrow, decrease the liver and spleen index, decrease and re-
lieve the leukocyte increase of peripheal blood and the irregular swelling of liver and spleen. Conclusion

Through immunoregulation, GITR-antibody can inhibit the L615 leukemic cells effectively, therefore inhibit the

progress of leukemia to some extent.
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