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The Significance of apoploic gene,the DNA content of the cells In geute Leukemles. L7 Yar , LIV Xiu-lon,
ZHANG Ti ,et al . Shandong Qienfoshar Hospital , Jinan 250014

[Abstract] Objective: To investigate the expression of promotive and inhibitory apoptotic genes, the DNA
content of the cells and their interrelationship in acute leukemias. Methods : Flowcytometric analysis of CDgs.
bel-2 and the DNA content of the cells was performed in 51 patients with acute leukemias and 20 non-malig-
nant controls . ReSUIIS: The expreasion rate of CDys was decreased and didn’t relate to CR rate.The expression
rate of bel-2 and the DNA abnormal cells was increased, and there was a inverse relation to CR rate. There
wasn’t correlated among the expression rate of CDys,bel-2 and DI(DNA index) . But in the patient with three
abnormal in dexes, CDys bel-2 and DI, CDys and bel-2 was inveme correlation, r = = 0.8011, P <(.05, CDgys
and DI was not correlation, r =0.5012, P > 0.05, bel-2 and DI was correlation, r = 0.7902, P < 0.05.Con-
clusions: Measurements of CDgs.bel-2 expression rate and the DNA content of the cells might put some insight
mto the pathogensesis of acute leukemia and be helpful in clinical management of these disesse.
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