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Abstract Objective: To observe the curative effect and related adverse events of imatinib and other TKI drugs
as first-line treatment in patients with chronic myelogenous leukemia (CML) combined with myelofibrosis. Meth-
od: A total of 136 cases of CML patients initially treated were collected and the degree of fibrosis was divided into
three groups according to the European classification standard of bone marrow fibrosis: 65 cases of bone marrow fi-
brosis (— /) ,40 cases of bone marrow fibrosis (+-+) and 31 cases of bone marrow fibrosis (+ -+ ). The clini-
cal efficacy and related adverse events were observed 12 months after the use of imatinib among the three groups of
patients. Result: In terms of the major molecular biological response,the yield rate of the bone marrow fibrosis (—/
+) group was significantly higher than those of the bone marrow fibrosis (+ +) and (4 -+ +) groups, which
were 84, 62% ,65.00% and 54. 84%. According to the NCI/NIH toxicity standard classification, in terms of the
hematological toxicity, most patients in the three groups were grade | -l adverse events and were self-limited,
while grade [[[-IV adverse events were rare. The incidence of hematological toxicity in the bone marrow fibrosis
(—/+) group was significantly lower than those in the bone marrow fibrosis (+-+) and (+-++) groups,which
were 32.31% ,47.50 and 74. 19%. Conclusion: CML patients without significant bone marrow fibrosis can achieve
major molecular biological remission and have less hematological toxicity.
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