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IFN-alpha promotes the full maturation of dendritic cells derived from acute
myeloid leukemia cells in vitro
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[ Abstract ] Objective: To explore the influences of interferon alpha ( IFN-o ) on the phenotype and function of dendri
tic cell ( DC ) derived from acute myeloid leukemia ( AML ) cells in vitro. Methods: Peripheral blood mononuclear cells
( PBMCs ) from 5 AML patients( 1 with M2, 2 with M4, and 2 with M5 ) were incubated concurrently with granulocyte-
macrophage colony-stimulating factor ( GM-CSF ), interleukin-4( IL-4 ), and tumor necrosis factor-ol TNF-o ) for 11 days
and then IFN-o2( 1 000 U/ml ) was added for another 3 days’ culture to acquire IFN-AML-DC. The cell morphology was
observed under light microscope. Immunophenotypic features and function of [IFN-AML-DC were evaluated by flow cytome-
try and allogeneic mixed lymphocyte reaction ( allo-MLR ) assay, respectively. Results: DCs were generated from blasts of
all patients when cultured with IFN-o/GM-CSF/IL4/TNF-a. Compared with DCs derived from normal PBMCs
( GM-CSF +IL4 + TNF-o ) and AML cells ( GM-CSF + IL4 + TNF-o ), more IFN-AML-DCs exhibited morphological and
immunophenotypic features of mature DCs, including higher expression level of CD83, HLA-DR, and CD86 and more po-
tent Allo-MLR stimulatory capacity. Conclusion: IFN-a can promote the maturation of AML-DC in vitro, leading to more
potent immunoactivating ability, which provides a more effective way for immunotherapy of AML.
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Fig.1 Fig .1 Morphology analysis of cultured DCs in different groups( x200 )
A: MoDC; B: AML-DC; C: IFN-AML-DC

2.2 IFN-AML-DC # %.9% % 7 o #7

5 5 A 1 IS 0 i 15 5% AR A5 Y TFN-AML-DC
ik CD83 * 2 My i LL 4511 ¥ 8¢ AML-DC . MoDC i} %
14/, HLA-DR .CD86 431K 7K 1 b 253 = ( &l
2), ¥R IFN-a 55 T 46 KB DC 17853 1.

AML DC IFN AML DC

1
o | J J |
wo A A i

2 BEDCHBREREDNT
Fig. 2 Cell surface phenotype analysis
of DCs in different groups
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Fig.3 Allo-MLR stimulatory capacity
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