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Clinical relative factors analysis of imatinib on treatment

of chronic myeloid leukemia
Chen Yingying Zeng Qingshu Yang Mingzhen et al

(Dept of Hematology The First Affiliated Hospital of Anhui Medical University Hefei 230022)

Abstract Objective

To analyse the relationship between the clinical efficacy of imatinib treatment on chronic
myeloid leukemia in chronic phaseand risk stratification. Methods 98 imatinib-ireated patients were enrolled and
before taking imatinib Sokal and Hasford score were used to assess risk stratification to compare if it has statistical

In the 98 cases 89 cases (97. 8% ) achieved complete hematologic
( 1356 )

significance between different groups. Results
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remission(CHR) 76 cases(86.4% ) achieved partial cytogenetic remission(PCyR) after three months 63 cases
(82.9%) achieved complete cytogenetic response(CCyR) after six months and 24 cases(54. 5% ) achieved major
molecular response (MMR) after twelve months. Risk stratification was assessed according to Sokal score. After
three months the rate of groups at low intermediate and high risk categories which achieved PCyR were 94. 4%
82.6% and 66.7% respectively(P =0. 104) after six months the rate of different groups which achieved CCyR
were 88.2% 76.9% and 100% respectively(P =0.319) and after twelve months the rate of different groups at
low and intermediate risk categories which achieved MMR were 52. 4% and 65. 0% (P =0.412). According to the
patients” condition before taking imatinib 46 patients were stratified by Hasford among which 21 at low risk cate—
gorie 23 at intermediate risk categorie and 2 at high risk categorie. After three months the rate of groups at low in—
termediate and high risk categories which achieved PCyR were 90.5% 91.3% and 50% respectively (P =
0.191) after six months the rate of different groups which achieved CCyR were 83.3% 94.4% and 100% respec—
tively(P =0. 528) and after twelve months the rate of different groups at low and intermediate risk categories which
achieved MMR were 45. 5% and 58.3% (P =0.842). Conclusion Tmatinib mesylate treatment of chronic mye—
loid leukemia is good. Patients belonged to low and intermediate risk groups are more likely to get better clinical ef—
ficacy than the high—isk group and insisted on enough applications are easier to achieve nice clinical efficacy.

Key words chronic myeloid leukemia; imatinib;risk stratification



