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Prognostic related factors in chronic myeloid leukemia with imatinib as first line treatment ZHANG Chun-jia,
ZHENG Xiao-ling, ZHENG Dan-tian, XIA Wei-lin" , SU Xiu-lian. Jieyang Peoples Hospital, Jieyang 552000 , China
Abstract Objective: To assess the prognostic value of the biological features and therapy related factors in chronic my-
eloid leukemia( CML) with imatinib as the first line treatment. Methods: A retrospective analysis was performed on 72 cases
of CML chronic phase (CML-CP). The data of biological features including sex, age, counts of peripheral white blood cells,
platelet count, proportion of peripheral basophilia cells, hemoglobin, proportion of peripheral blast cells, lactic dehydrogen-
ase (LDH) , spleen length below the costal margin and additional cytogenetic abnormalities ( ACAs) , and the data of therapy
related factors including the early molecular response (EMR) at 3rd and 6th month after the imatinib treatment were collect-
ed. The effects of the factors above on the overall survival (OS) rate and event-free survival (EFS) rate were analyzed by
Kaplan-Meier analysis, univariate analysis by Log-rank test and multivariate analysis by COX regression model. Results:
During a median follow-up period of 61 (4-96) months, the S5-year OS rate was 88.89% , and 5-year EFS rate was 41.67% .
Univariate analysis indicated that the OS rate in the patients with proportion of peripheral blast cells <3% was significantly
higher than in those =3% (97.1% vs. 84.2% , P <0.05). The OS rate in the patients without ACAs was significantly
higher than in those with ACAs (97.6% wvs. 28.3% , P <0.05). The OS rate in the patients with LDH <1000 U/L was
significantly higher than in those with LDH=1000 U/L (96.2% wvs. 84.8% , P <0.05). The EFS rate in patients with
spleen length below the costal margin <7 ¢m was significantly higher than in those with =7 em (41.8% wvs. 27.0% , P <
0.05), that in the patients without ACAs was significantly higher than in those with ACAs (38.4% wvs. 10.4% , P < 0.01),
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that in the patients with the 3rd-month EMR <0. 1 was significantly higher than in those with the 3rd-month EMR >0. 1
(45.1% wvs. 16.8% , P<0.01). The EFS rate in the patients with EMR <0.1, 0.1-0.01 and >0.1 at 6th month was
57.0% , 31.8%and 15.4% respectively (all P <0.05). The multivariate analysis showed that patients with ACAs [ OR =
5.821, 95%CI (2.015, 16.819), P <0.01] and worse EMR at the 6th month[ OR =4. 850, 95% CI (2.887, 8.148) ]

were independent poor prognostic factors. Conclusion: Proportion of peripheral blast cells, ACAs and LDH may influence the

OS rate of patients with CML with imatinib as first-line treatment, and the size of spleen, ACAs, the EMR at 3rd and 6th

month can affect the EFS rate. ACAs and the EMR at 6th month had independent prognostic value.

Key words Imatinib; Chronic myeloid leukemia; Prognostic related factors
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