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[#E] BH BITIERAEA S LIGHT JE K I IFN-y % Y415 5 5 HepG2 4H At i 42 8 T4 FH .
ik VMEFRA 5 LIGHT BE[RIFN IFN-y He e fiH HepG2 AL, Y7 4 Ye 20 (BRI IR-G e Ge 2l ) Fxd IR
P ORFEYAL) o 73 TG I5 12 .24 48 h Kl T HepG2 20K 1% Bel-2 J¢ Caspase-8 ik hE, I
KR 20, &R (D AERT- . R4 )5 12,24 48 h 24 18.8% +£3.5% 25.7% +2.8% .
36.4% +3.6% ;BES YA R 23.8% +2.4% 31.1% +2.1% 42.5% +4.5% ; %[ FE41 K 8.7% +2.1% |
9.3% +1.6% ,10.9% +1.2% , 3H IR ERAFIFEX(F =15.69,53.33,48.28, P <0.01), (2)
Bel2 FEikim ALY TEREYL)S 12 24 48 h K 16.4% £5.0% 13.4% +£3.5% 8.6% +2.3% ;BEA kYL
F14.7% +3.8% 9.1% +2.0% 4.6% +2.0% ; % WAL K 25.3% +6.3% .19.8% +4.4% 10. 1% +
3.8% ., 3HIREFHSIT¥E L (F=6.19,12.29,5.81, P <0.05), (3)Caspase-8 Fikin : ik 7ri%
Y5 1224 48 h 4 19.3% £2.4% 27.2% £1.9% 33.7% +3.0% ;BB EE 410 22.7% +2.2% 30.9% +
3.1% 38.2% +3.2% ;X BN 1.2% £0.8% 1.8% £0.6% 3.2% =1.5% , 3 4 WKL S HLIT¥%E
X (F =71.54,112.78,101.61, P <0.01) , 51 LIGHT J& K% YL -9 HepG2 41l i J5 38 2t 5 Bel-2 &
Caspase-8 (335K kAL T-1E M , IFN-y GBS 9% LIGHT LK 155 5 HHE HepG2 A AT,

(x@iR] Jw, IF4if; HepG2 4iffl; LIGHT S ; THF-y; M1
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[ Abstract] Objective To investigate apoptosis of HepG2 cells after transfection with LIGHT gene and
interferon-y. Methods LIGHT gene and interferon-y were transfected into HepG2 cells by liposome mediated
method. The HepG2 cells were divided into group A ( transfected with LIGHT gene or interferon-y), group B
(transfected with LIGHT gene and interferon-y) and group C ( non-transfection group). The apoptosis rate of the
HepG2 cells and the expression of Bel-2 and Caspase-8 were detected 12, 24, 48 hours after transfection. Results
(1) The apoptosis rates of HepG2 cells at hour 12, 24 and 48 after transfection were 18.8% +3.5% , 25.7% =+
2.8% and 36.4% +3.6% in group A, 23.8% +2.4% , 31.1% +2.1% and 42.5% +4.5% in group B, and
8.7% +2.1% , 9.3% +1.6% and 10.9% +1.2% in group C. There was a significant difference in apoptosis
rate among the 3 groups ( F =15.69, 53.33,48.28, P <0.01). (2) The expression of Bel-2 in HepG2 cells at
hour 12, 24 and 48 after transfection was 16.4% +5.0% , 13.4% +3.5% and 8. 6% +2.3% in group A,
14.7% +3.8% ,9.1% +2.0% and 4.6% +2.0% in group B, and 25.3% +6.3% , 19.8% +4.4% and
10.1% +3.8% in group C. There was a significant difference in the expression of Bcl-2 among the 3 groups
(F =6.19,12.29,5.81, P <0.05). (3) The expression of Caspase-8 at hour 12, 24 and 48 after transfection
were 19.3% +2.4% ,27.2% +1.9% and 33.7% +3.0% in group A, 22.7% +2.2% , 30.9% +3.1% and
38.2% +3.2% in group B, and 1.2% +0.8% , 1.8% +0.6% and 3.2% +1.5% in group C. There was a
significant difference in the expression of Caspase-8 among the 3 groups ( F =71.54, 112.78, 101.61, P <
0.01). Conclusions LIGHT gene can significantly promote cell apoptosis through regulating the expression of
Bel-2 and Caspase-8. Interferon-y enhanced the effect of LIGHT gene on the apoptosis of HepG2 cells.
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FRL A REYL)S 12 24 48 h 4L TR 5 5
18.8% +3.5% 25.7% +2.8% .36.4% +3.6% ;
A Yu 2 F 23. 8% +2.4% 31. 1% 2. 1% .
42.5% +4.5% ; X HRA R 8. 7% +2.1% 9.3% +
1.6% ,10.9% +1.2% , 3 ALK ERAL I ¥E
X (F =15.69,53.33,48.28, P <0.01), BiFilLL
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2.2 T Bel-2 BRIRENL

PR ZH RIS e Ye 4 34 m) DL S HepG2 41 fifg
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a5 Bel-2

12 h 24 h 48 h
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R2 FHMTINT Caspase-8 KIXKV-(x £5,%)

Caspase-8

21 51

12 h 24 h 48 h
X HR 2 1.2+0.8 1.8+0.6 3.2+1.5
ik | 19.3 £2.4° 27.2 £1.9° 33.7 £3.0°
i a S TG 22.7 +2.2% 30.9 £3.1° 38.2+£3.2°
F {4 71.54 112.78 101.61
P <0.01 <0.01 <0.01

TE XTI ELER, " P <0.05; SHEEHEE, P <0.05

4T il £ P 0 BF 5 4G B b BE W 4 E BF oY
LIGHT XJ B8 i 4 i bk Ecal09 (14 # il 4 FT i % A
LIGHT 3 H R i 705 R S B AR )~ 00 e e —
BRI ]S R, DA B L e LIGHT &R X
IR HEA T SR YT IR AT RE A PRI

A S H K LIGHT B& PRI A TFN-y 35 5 g AT
T2 HepG2 , 1W FH R 24 L O AG I 240 M 98 1 , 45
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