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PATHOGENESIS OF B-CELL LYMPHOMA

Su Zulan
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Abstract B cell lymphoma (BL) pathogenesis is related to disturbtion of immunological system and cell cycle as well as

inability of apoptosis. This paper propsoed that B cell lymphoma is one of the best model to research abnormal cell cycle

and apoptosis as well as neoplastic immunology, and it should be very worthful to pay attention to genetic alteration of the

active T cells, especially CD4 and its lymphokine receptors, paticularly IL2R when pusureing the pathogenesis and

mechanism of B cell lymphoma.
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