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Abstract Objective: To investigate the mechanism of interferon (IFN) combined with all-trans retinoic acid
(ATRA) in reversing retinoic acid-resistant acute promyelocytic leukemia ( APL). Method: The experiment was di-
vided into 6 groups,respectively ATRA,IFN-a,IFN-7,IFN-a +ATRA and IFN-y +ATRAC( the final concentra-
tion of ATRA was 2 pmol/L,IFN-a and IFN-7Y concentration was 1000 IU/m) and the blank control group with-
out any drugs,cell proliferation was tested with MTT assay, Western Blot was used to determine the IRF-1 protein
expression of NB4-R1 cells in 2 hours,IRF-1 protein expression of NB4-R1 cells in IFN-a+ ATRA group, IFN-y+
ATRA group in 8 hours. Result: Except ATRA group,the other 4 experimental groups could inhibit the prolifera-
tion of NB4-R1 cells,and the combined treatment effect was significantly higher than that of single drug. The IRF-
1 protein expressed in 5 experimental groups,and IFN-a+ ATRA group, IFN-y+ ATRA group was significantly
higher than those of the other 3 groups. The expression of IRF-1 protein in IFN-a-+ ATRA group decreased gradu-
ally within 2 hours,while IFN-y+ ATRA group had no obvious change. Eight hours after the treatment, expression
of IRF-1 protein in IFN-a + ATRA group disappeared, whereas IFN-y + ATRA group still had no obvious
change. Conclusion: ATRA combined with either kind of interferon plays a role in inducing NB4-R1 cell differentia-
tion, but ATRA-+IFN-7Y has more significant effects. The effect of IFN-a+ ATRA group has longer duration when
compared with IFN-y+ATRA group.and the expression of IRF-1 protein may be sustained.
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20 IFN-a 41 . IFN-y 41 . IFN-o + ATRA 4 .IFN-y
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