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ABSTRACT Objective: To invistigate the characteristic and value of bone marrow morphology, immunology, cytogenetic and
molecular biology (MICM) in patients with chronic myeloid leukemia in blastic crisis (CML-BC). Methods: 38 patients with CML-BC
were studied by MICM analysis. Results: The accuracy rate of morphological diagonis based on FBA classification was 94.7%. Immunol-
ogy results, the percentage of CML-AMLwas 71.0%, in which 37.0% patients expressed lympholytic associated antigen; The percentage
of CML-ALL was 23.7% and all were B lypholytic immunophenotype, in which 66.7% patients expressed myeloid assuiated antigen; The
percentage of CML-MALwas 5.3% with all expressing B lypholoid and myeloid immumphenotype. 26 cases (68.4%) had CD34 expres-
sion and 10 cases (26.3%) had CD7 and CD34 Co-expression. In cytogenetic result, the positive rate of Ph chromosome was 94.3%. Oth-
er chromosome abnomality rate was 60.5% with +ph,+8 and i (17q) in high appearance rate. The positive rate of BCR /ABL gene by
FISH reached 100% with 14.7% del(9). The positive rate of BCR /ABLgene by RT-PCR also reached 100% with b2a3(12/20),b3a2(8/20)
and b2a3+b3a2(1/20). Conclusion: CML-BC is a kind of disease of stem cell. The differentiation of blast cell is blocked in the early stage.
MICM has great value in diangnosis, therapy and prognosis judgement.
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Table 1 MICM of 38 cases with CML-BC
(Blastic type) CML-AML CML-ALL CML-MAL
(Test item) ( (Total)
(Cases and percent) 27(71.0%) 9 23.7% 2 53% 38
CD34+ 17/27(63.0%) 4/9(44.4%) 1/2(50.0%) 22/38(68.4%)
CD34+ CD7+ 9/27((33.3%) 0/9(0%) 1/2 50.0% 10/38(26.3%)
(Additional
chromosome abnormalitics) 18/27 66.6% 4/9 44.4% 1/2 50.0% 23/38(60.5% )
i(17q)  17p- 5 0 0 5
-7 0 2 0 2
der(9) del(9) 3/22(13.6%) 1/6(16.6% 4/28(14.1)
b2a2 11/16(68.8%) 1/4(25.0%) 12/20
b3a2 6/16(37.5%) 3/4(75.0%) 9/20
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