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Abstract Objective: To investigate the characteristics of immunophenotype in adult acute lymphocytic leuke-
mia (ALL) and its relationship with treatment. Method: The immunophenotype of forty-six newly diagnosed adult
patients with ALL were examined by indirect immunofluoresence method. All cases were treated with standard
VDCLP chemotherapy regimen, and the curative effect was investigated. The difference of complete remission
(CR) rates between myeloid antigen positive ALL (CD11b,CD13,CD14,CD15,CD33,CD117,cMPO) and myeloid
antigen negative ALL was compared,and the relationship between HLA-DR and CR was analyzed. Result: Twenty-
eight patients expressed medullary system antigens in 46 ALL. CR rate of patients with myeloid antigens expres-
sion was 78. 6% , which was lower than 83. 3% of patients without myeloid antigens expression, but there was no
statistical significance( P~>0. 05). CR rate in HLA-DR+ ALL was lower than that in HLA-DR— ALL., there was
statistical significance between them (70% vs 100% , P<C0. 05). Conclusion: In adult ALL, there is no relevance
between myeloid antigens expression and CR rate. But expression of HLLA-DR is helpful to evaluate effect of induc-
tion chemotherapy.
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