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Tab.1 Result of the treatment in 19 cases of chronic
myeloid leukemia (cases)

Hematology Cytogenetics FISH-ber/abl

Group
CHR PHR CCR PCR CR* PR*
Early-stage
CML-CP 9 9 0 8 1 5 4
Advanced-stage
CML-CP 5 5 0 2 2 1 2
CML-AP 5 4 0 0 2 0 0

CML: Chronic myeloid leukaemia; CML-CP: Chronic-phase CML;
CML-AP: Acceleration phase CML; CHR: Complete hematological
remission; PHR: Partial hematological remission; CCR: Complete
cytogenetic remisson; PCR: Partial cytogenetic remisson. *The effects
were evaluated in view of cytogenetic response.
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