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Abstract: Objective To investigate the effects of recombinant human interferon 0-2b combined with imatinib in the treatment of
patients with chronic myeloid leukemia(CML). Methods From September 2012 to August 2016, 90 patients with CML in our
hospital department of hematology for treatment were selected as the research object, all the patients were divided into experimental
group and control group with 45 patients in each group accorded randomly, the control group was treated with recombinant human
interferon a-2b, the experimental group was treated with recombinant human interferon 0-2b combined with imatinib, two groups
were treated for 3 months. Results After treatment, the incidence of CCyR in the experimental group was 88.9%, so that was
75.6% in the control group, and the observation group was higher than that of the control group (P < 0.05). After treatment, the total
effective rates in the experimental group and the control group were 73.3% and 51.1%, respectively, and the experimental group was
higher than that of the control group (P < 0.05). The serum levels of VEGF and bFGF in the experimental group and the control
group after treatment were significantly lower than those before treatment (P < 0.05). After treatment, the experimental group were
also significantly lower than that of the control group (P < 0.05). After followed-up, the survival and disease-free survival times in
the experimental group were significantly higher than those of the control group (P < 0.05). Conclusion The recombinant human
interferon 0-2b combined with imatinib in the treatment of patients with chronic myeloid leukemia can inhibit the expression of
serum VEGF and bFGF, improve the hematological and genetic efficacy, and prolong the survival time.
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