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Abstract ; Acute myeloid leukemia( AML) is a kind of disease of hematopoietic cells in bone marrow immature aggrega-
tion , continuous amplification and suppression of hematopoiesis. Its core treatment in recent 30 years remained unchanged,
but the survival rate and the prognosis of the disease is still not ideal. However, current research on the immune mecha-
nism of the immune therapy has been perfected, so the immune therapy may be an effective solution in the treatment of
AML, provides a new weapon for the prognosis and the survival rate of the disease. The protocols for immunotherapy in-
clude allogeneic hematopoietic stem cell transplantation , targeted therapies ( gene engineered T cells, monoclonal antibod-
ies,ete. ), killing tumor cells through different mechanisms. Allogeneic hematopoietic stem cell transplantation , as the most
effective treatment for AML can effectively prevent the recurrence of AML by immune mediated graft versus leukemia
effect and eradicate leukemic cells. Advances in transplantation and haploidentical transplantation have enabled everyone
to have a stem cell transplant. Targeted therapy,such as genetically engineered T cells(T cells,chimeric antigen receptor )
monoclonal antibody, novel bispecific monoclonal antibody can specifically kill specific antigen expression of leukemia
cells without harming normal cells will become a new strategy for AML immunotherapy. Other therapies, such as natural
killer cells and NK cells, are safe and effective in reducing the risk of AML recurrence. In addition, increasing NK cell ac-
tivity may be the best treatment for leukemia in the future. Although some programs are still in the study stage ,immuno-
therapy will be an important treatment for AML in the future. This paper will review the current research progress of AML
immunotherapy and related molecular mechanism.
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(BiTE) 44, 1 AMG 330" AL ] S fifoeg 4t S
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WA A I RSP A B AR 7= A SR R Y TCR,
T TCR 3 FE L 5 E B, PRl TCR 3 R 9748
oo = AR I B, AP AR B LSS ROV Y &
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B AML SEE RN T 240 f B0 b P FEAS 2 i 97 e
PE ATAR] ) B 40 A e 5 3 7 A R RE S 0 S K e A
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YRR BB 3 TEAR SMIE I Ry — At 5 B, Sl P %



- 1766 - e E

2017 4510 A% 15 %55 10 )

Chinese Journal of General Practice, October 2017 ,Vol. 15, No. 10

SRR YR T 4, (25K CAR, M
FEFT 20 i w8 18 0 IS 00 7= A K R 4 S
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%, MAh CD44v6 (CD123 45 AML 4 a4t J5t th
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