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ABSTRACT Objective: To evaluate the efficacy and safety of autologous DC and CIK cell in the treatment of refractory and
recurrent acute myeloid leukemia(AML). Methods: Combination of autologous DC and CIK cells was used to treat 20 cases of refractory
and recurrent patients with acute myeloid leukemia, At the same time, 20 cases of refractory and recurrent patients with AML treated by
same plan were set as the control group. Clinical efficacy and Qualicty of life (KPS) were observed after 4 weeks in two group. T cell
subsets(CD3", CD3'CD4", CD3*CD8§*, CD3"CD56") and Cytokine (IL-12, IL-2, IL-7, IFN-y and TNF-«) were detected after 4 weeks and
before treatment with DC and CIK. Results: @ The effective rate and KPS in refractory and recurrent patients with AML were
significantly higher than those of the control group (P< 0.05). All patients with adverse reactions were mild and tolerable. @ After 4
weeks’ treatment with DC and CIK, the percentage of T cell subsets (CD3 *,CD3'CD4", CD3*CD8" and CD3* CD56") and Cytokine
(IL-12, IL-2, IL-7, IFN-y and TNF-«) were improved than before treatment, CD3*, CD3'CD56" and IL-12, IL-7 improved significantly
(P<0.05). Conclusion: DC and CIK cell immunotherapy was a safe and efficacious therapeutic measure in the treatment of refractory
and recurrent adult patients with AML.
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Table 1 Comparison of the clinical data between two groups

Clinical Characteristics

Immunotherapy group

Control group

Cases 20 20
Age 49(24-60) 44(20-59)
Male/female 11/9 12/8

Physical Strength

0-1 11 12

2-3 9 8
Cytogenetic Risk

good 7 6

normal 6 6

poor 7 8

Note: There was no significant difference between two groups (P>0.05).
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Table 2 Comparison of the clinical efficiency and incidence of adverse reactions between two groups

Group Case CR PR NR Effective rate* KPS
Control 20 5/20 4/20 11/20 9/20(39.1%) 69.03+ 5.83
Immunotherapy 20 6/20 9/20 6/20 15/20(71.4%) 73.08+ 5.32

Note: X Clinical efficiency and KPS in the immunotherapy group were significantly higher than those of the coutrol group(P<< 0.05).
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Table 3 Change of T cell subsets before and after the treatment by DC and CIK cell of patients with AML

Group CD3*(%) CD3'CD4" (%) CD3'CD8" (%) CD3'CD5%(%)
Before treatment 64.43+ 1.52 30.31% 1.07 2341+ 2.56 6.57+ 0.83
After treatment 69.27+ 3.04¢ 34.34+ 3.01 2592+ 2.17 7.18+ 2.93¢

Note: Immunotherapy after treatment, the percentage of CD3+ ,CD3+CD4+, CD3+CD8+ and CD3+CD56+than before treatment

improved to varying degrees, CD3+ and CD3+CD56+ to improve more significantly. @ P<<0.05.

RABTHEREABEFRENTLGE )

Table 4 Change of the cytokines in patients with adult acute myeloid leukemia before and after treatment.

Group IL-12(pg/mL) IL-2(pg/mL) IL-7(pg/mL) IFN-vy(pg/mL) TNF-a(pg/mL)
Before treatment 22.79+ 2.01 11.35+ 2.59 19.13+ 1.45 9.12+ 2.05 7.04+ 0.62
After treatment 26.27+ 2.17° 12.57+ 1.98 21.53% 2.67° 1031+ 3.23 7.24% 0.12

Note: Immunotherapy after treatment, the contain of IL-12, IL-2, IL-7, IFN-y and TNF-« han before treatment improved to varying

degrees, IL-12 and IL-7 to improve more significantly, @ P<0.05.
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