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Evaluate the clinical effectiveness of autologous cytokine-induced
killer cells sequential therapy after chemotherapy

of elderly patients with acute myeloid leukemia
Zhang Huan, Wang Huiping, Tao Qianshan,et al

( Dept of Hematology and Bio-medical Research Center,The Second Affiliated Hospital of
Anhut Medical University; Hematologic Diseases Research Center ,Anhui Medical University , Hefer 230601)
Abstract Objective To preliminary observe and evaluate the clinical effectiveness of autologous cytokine-induced
killer( CIK) cells sequential therapy after chemotherapy of elderly patients with acute myeloid leukemia( AML) ,
then build a new maintenance therapeutic method with less side effects for AML. Methods Five elderly patients
with AML were selected as the research objects, who achieved complete remission or partial remission have weak
tolerance to continue chemotherapy. The five patients’ general symptoms and adverse reaction, cellular immune
function, peripheral blood micro resist disease( MRD) lever, living quality and survival of five patients were ob—
served and analyzed after CIK cells infusion. Results The results showed that no adverse reaction appeared in the
35 cycles CIK cells infusion for 5 patients. After the infusion 5 patients’ spirit, appetite, physical strength were
improved. After the CIK infusion, the percentage of regulate T cells and effect T cells 2. 70 + 1. 59 was reduced
compared with 5. 35 £5. 50 before the CIK infusion ( P <0. 05) . After the CIK infusion the level of MRD( 0. 16 +
0.30) % was significantly reduced compared with (0. 86 +0. 84) % before the CIK infusion ( P <0. 05) . After the
CIK infusion the goal of KPS 88. 8 +6. 03 was ameliorate than 75. 45 +10. 35 before the CIK infusion ( P <0. 05) .
Five patients’ overall survival ( OS) was 29. 8 months. Conclusion Autologous CIK cells sequential maintenance
therapy is safe and effective for the elder patients with AML.
Key words
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