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- [Abstract] Objective To investigate the expression and clinical significance of anti-apoptotic protein X-linked inhibitor of apoptosis
;& # Eﬁ' Ay protein (XIAP) in acute leukemia(AL).Methods The expression of X1AP was measured by immunohistochemical method in 25 normal
persons and 78 patients with AL, including 28 newly diagnosed and untreated AL patients, 32 remission patients and 18 relapsed
N patients.Results (1) The positive rate and expression intensity of XIAP in the bone marrow of newly diagnosed AL patients were higher
bt than those in remission patients and normal controls (P0.05,P0.008) ,and compared with those in relapsed patients , the difference had no
g a !g 5 statistical significance(P0.05). (2) The remission rate of the high expression of XIAP was lower than that of the low expression of XIAPin

AT T patients with AL.Conclusion Overexpression of XIAP may relate to the pathogenesis and relapse of leukemia, it can serve as amarkerfor

the poor prognosis of AL.
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