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[ Abstract ]

sis of leukemic cells. Methods: The expression of Fas and its function in human acute leukemic cell line HL-60 and in

Objective: To investigate the regulatory effect of interferon-y on the expression of Fas/FasL and the apopto-

bone marrow mononuclear cells ( BMMNC ) of patients with acute myeloid leukemia ( AML ) were studied by immunohisto-
chemical method, TUNEL method, and cell culture technique. The regulatory effect of interferon-y on them was also in-
vestigated. Results: Compared with BMMNC of normal human, leukemic cells had an obviously decreased expression of
Fas and induced apoptosis of Jurkat cells. It was found that interferon-y up-regulated the expression of Fas in a time- and
dose-dependent manner{ P <0.01 ). Meanwhile, interferon-y inhibited Jurkat cells apoptosis induced by leukemic cells,
increased the Fas-mediated apoptosis of leukemic cells, and increased the sensitivity of leukemic cells to chemotherapy a-
gents. Conclusion: Interferon-y can prevent the immune escape of leukemic cells via regulating the Fas/FasL system and
increase the sensitivity of leukemic cells to the chemotherapy drugs targeting Fas/Fasl. system.
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Fig.1 Effect of IFN-y on Fas expression in leukemic cells
A: NS treated gruop ; B: IFN-y( 1 000 U/ml )treated group
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Tab.1 Effects of IFN-y at different concetrations on

expression of Fas in leukemic cells treated for 48 h

Groups HL-60( D) BMMNC( D)

NS 120.47 +11.81 121.97 +9. 54

TFN-y
10 U/ml 129.75 £9.24" 130.83 +10.07
100 U/ml 144,87 +12.64* " 147.97 +11.53*"
1000 U/ml  159.26 +10.47"*  162.36+9.76""

“P<0.05, ** P<0.01 vs NS group

(F£4.5),

4 IFN-y X Fas $1ff DX2 58 MxHH
BATERHE x +s, %)
Tab. 4 Effect of IFN-y on apptosis of leukemic cells
induced by anti-Fas antibody DX2 ( x s, % )

#:2 IFN-y 100 U/ml ){E R 7 B &t iEf st
B I wAAE Fas 3Ri%k B #200
Tab. 2 Effects of IFN-y( 100 U/ml ) at different

time on expression of Fas in leukemic cells

Groups Apoptosis rate ( % )
HL-60 4.67 £0.62
HL-60 + IFN-y ( 100 U/ml ) 10.50 +1.54
HL-60 + DX2 (2.5 pg/ml) 15.50 £2.18
HL-60 + IFN-y + DX2 36.67 +7.82" "
BMMNC 4.38 +0.71
BMMNC + IFN-y ( 100 U/ml ) 11.29 +2.06
BMMNC +DX2 (2.5 pg/ml) 14.36 +2.57

BMMNC + IFN-y +DX2 37.21£9.24""

Groups HL-60( D) BMMNC( D )

NS 120.47 +11. 81 121.97 £9. 54

IFN-y
24 h 131.72 £10. 17" 129.76 £11.23"
48 h 150.16 +11.35* " 148.58 +12.04" "
72 h 162.43 +11.58" " 164.72+12.59""

** P<0.01 vs HL-60 or BMMNC group

#Fz 5 IFN-y X FHERE S S E Mm%
BRI x x5, %)
Tab.5 Effects of IFN-y on apoptosis of
HL-60 induced by Ara-c ( x s, % )

" P<0.05, " P<0.01 vs NS group

3 IFN-y Xt T #E A Jurkat VAT x +5, % )
Tab.3 Effects of IFN-y on apoptosis of Jurkat celll % )

Groups Apoptosis rate ( % )

HL-60 group

Jurkat 3.67 £0.59

Jurkat + HL-60 34.67 £3.25""

Jurkat + HL-60 + IFN-y 22.17 £1.76*
BMMNC group

Jurkat 3.92+0.93

Jurkat + BMMNC 34.53 £3.327"

Jurkat + BMMNC + IFN-y 22.36 £2.50*

Groups Apoptosis rate ( % )
HL-60 3.50 +0.43
HL-60 + IFN-y ( 100 U/ml) 12.17 £2.19
HL-60 + Ara-c (1.0 pg/ml ) 24.50 +4.13
HL-60 + IFN-y + Ara-c 46.17 +10. 14" "
BMMNC 4.12+0.76
BMMNC + IFN-vy ( 100 U/ml ) 11.67 £2.77
BMMNC + Ara-c (2.5 pg/ml) 25.93 £5.38

BMMNC + IFN-y + Ara-c 45.72 £11.86" "

** P<0.01 vs Jurkat; © P <0.05 vs Jurkat + HL-60 or
Jurkat + BMMNC
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