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ty by the B7 counterreceptor for the T lymphocyte molecules CD28 and

LYMPHOCYTE CO-STIMULATION AND ITS APPLICATION IN CANCER ONCOLOGY

Chen Lieping Wang Hao
( International Joint Cancer Institute , Second Military Medical University , Shanghai 200433)

Abstract In the course of T cell activation by tumor cells, signal induced by interaction between T cell receptor and
MHC-antigen peptide complex is essential but not enough. At least one additional signal, signal-2 or accessory signal, is
needed, which is induced by the ligation of co-stimulatory molecules expressed on APC ( antigen-presenting cell) and
their conterreceptors on T cells. Tumor cell may escape the immune surveillance by lacking of co-stimulatory molecules,
resulting in low immunogecity. By now, quite a few co-stimulatory molecules have been found and some of them have
been extensively investigated . Here we will give a biref review on the present progress of the co-stimulatory molecules and

their application in cancer medicine.
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