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Curative effect and safety analysis of 47 patients with chronic

myeloid leukemia after imatinib mesylate treatment
LV Jinglong" CHEN Yongping' XIAO Qing® ZHANG Bangshuo'

(!Department of Hematology,Chongqging Three Gorges Center Hospital, Wanzhou,404000, Chi-
na;“Department of Hematology,the First Affiliated Hospital of Chongging Medical University)
Corresponding author: CHEN Yongping, E-mail:13608388377@163. com

Abstract Objective: To evaluate hematologicall. cytogeneticand molecular response and safety of patients with
chronic myeloid leukemia after imatinib mesylate treatment, and provide some evidence for clinical medication.
Method : Forty-seven patients with chronic myeloid leukemia.aged equal to or older than 14,did not have any thera-
py history of tyrosine kinase inhibitor besides hydroxyurea and interferon were given imatinib mesylate (400 mg
each time,oral,single daily dosage). Then we evaluated hematology, cytogenetics,molecular biology and security of
patients after imatinib mesylate treatment at the time of the third,sixth and twelfth month. Result: Forty-seven pa-
tients after imatinib mesylate treatment for more than 3 month,among them,32 patients for more than 6 months
and 21 patients for more than 12 months. After 3-month intervention, the completely hematology reaction (CHR)
was 93. 6% (44/47) ,the completely cytogenetic response (CCyR) was 38. 3% (18/47) and the main molecular re-
action (MMR) was 10. 6% (5/47); After 6-month intervention, CHR was 96. 9% (31/32),CCyR was 56. 3%
(18/32) and MMR was 18.8% (6/32) ; After 12-month, CHR was 100. 0% (21/21),CCyR was 61. 9% (13/21)
and MMR was 28. 6% (6/21). The common adverse reaction of imatinib mesylate was not in hematology. The oc-
currence rate is edema (76. 6%) ,nausea and vomiting (40. 4 %) ,and muscle pain (31. 9%),bone pain (23.4%),
headache dizziness (12.8%) ,rash (10. 6 %) ,diarrhea (8. 5%) and abnormal liver function (4. 3%). The adverse
reaction of hematology was thrombocytopenia (34. 0%) ,leukopenia (31.9%),and anemia (23. 4%) and no drug
toxicity related death. Conclusion: Imatinib mesylate is curative and safe to patients with chronic myeloid leukemia.

Key words chronic myeloid leukemia;chronic phase;therapeutic reaction;drug toxicity;imatinib mesylate
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