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Abstract

Objective To study cytogenetic features of chromosome in chronic myelogenous leukemia ( CML). To analyze the signif-

icance of genetic alterations in diagnosis, treatment and prediction of prognosis at different stages of CML. Methods Chromosome for
bone marrow or peripheral blood cells was prepared by 24 ~48h short term culture. Analysis of genetic data were performed by R — band
ing. Results Of 63 cases, 2 cases were detected Ph negative but BCR/ABL positive 61 cases were Ph chromosome( 93. 85% ). Of the
61 cases, 51 cases were detected typical Ph chromosome,and 10 patients had atypical Ph chromosome,including variant translocation in 1
case,with other chromosome balanced translocation in 4 cases, structural aberration in 2 cases, with hyperdiploid karyotype in 1 case,
double Ph in 1 case, —Y in 1 case. The first diagnosis in 1 cases for accelerated phase, and 4 cases in 1 years to accelerated or blast cri-

sis. In 51 patients with typical Ph, 5 patients without additional chromosome changes were morphological accelerated or blastic crisis,and

6 patients with additional chromosomal abnormalities of genetics at the same time or after were accelerated or blastic crisis. Conclusion

Analysis of chromosome karyotypes was important laboratory index in prediction of prognosis of CML.
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