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Abstract ; [ Purpose ] To investigate the effect of TNF-related apoptosis inducing ligand (TRAIL)
on the proliferation and apoptosis of the human lung adenocarcinoma cell line Calu-3. [Meth-
ods] Calu cells were treated with different concentrations of TRAIL at different times. Inhibi-
tion of proliferation and apoptosis of Calu-3 cells were detected by MTT assay and flow cytome-
try. [Results | The proliferation of Calu-3 cells were inhibited by TRAIL in a dose-time depen-
dent manner. Apoptosis of Calu-3 cells was induced by TRAIL.  [Conclusion] TRAIL could
inhibit Calu-3 cells proliferation and induce cell apoptosis in vitro.
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W AR A B W) -20°CIR AT, 57 FH s FH A Sl 7Kk 75 i
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B 2~3 AEAR
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T AN MR FE 2 1x10° >/ml, HU 100l 21 Jf 2 i 7 A
Sml A H A Annexin V Sul #1 PI 10wl 5585R
5], FIRECHUE 10min, 7 BVHEA TR IE AT 4 AR
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SV 2 L R T 7 22 40 B 4000 5 7 L R ) LSD-
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S, RAE A TEAS R 2 56 M 0 VRO T AR 2 0
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0.05 /K-,
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2.1 TRAIL 3¢ Calu-3 48 A1 3% 528 3 %l 2R B4 S i

MTT A6 I 45 5 2 B AN [) e 2 4L 1 448 i 335 4 410
R AR AT Be it 2 5 S0 AR A MTT Al 45 SR 143045
tH 24hTRAIL 9 1Cs 294 69.6pug/ml,48hTRAIL 1Y
1Cs 29°4 40.7 wg/ml; 76 [f]— TRAIL ¥R FE 41, 24h 1 48h
B R 25 7 HAT i 124 8 X (Table 1,P<0.01),

FE 24h B[R] A5, BT 200pg/ml A1 100pg/ml 41
i) FL e P=0.02 41, HAx 45 4l i) He A P #4<0.01, 22
S HA G2 B L AE 48h W] A5, BR T 200pg/ml
A1 100pwg/mL ZH 18] L5 P=0.08 #h, HiAs 4% ¢ 1Al He g P
{H3<0.01, 2 5 HA 41124 & L (Table 1,P<0.05)

Table 1 Inhibition rates of TRAIL on the proliferation
of Calu-3 cells( %)

TRAIL(pg/ml) 24h 48h t P
200 67.64+2.73 8041453 2.8 0011
100 59.56+2.51 72.58+4.13 4.6  0.017
50 46.72+1.09 55.48:233 39  0.007
25 29.46:121 38.63+296 55  0.033
12.5 16.74+1.35 23.63x1.09 3.1  0.049
F 105.3 120.1

p <0.001 <0.001

2.2 TRAIL 3¢ Calu-3 28 A8 T B9 S i

Tt 2 40 R ASORG I &5 SR 2 7% TRAIL 7] 5 % Calu-
34T, H 25pe/ml ) TRAIL X} Calu-3 ZHHE
Tl 24 48h J5, 4 BLIH T, SE R
FITC B 5 i R T di ff, 21 2 6B 43183 Pl
€2 1 B 10 O T A0 P DR AR A R, TG g € 0 AR R
TEE AN URE . 24h Ab B 55 A 6T B ZH O T S 4L
# 5 1=13.5, P<0.001 , 48h &b 21 55 A4 7 %t B £
AT R A 1=6.07,P=0.004,24h 4L FE 2 5 48h 4b 3
HET-H AL 1=1.07,P=0.039, TRAIL At B 24h 21
5 48h A b, F A T A W R TR A R I A
Bl . b F+ (Figure 1,Table 2),
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A:24h control group;B:48h control group;C:24h treated group;D:48h treated group

Figure 1 Apoptosis of Calu-3 cells after TRAIL treatment
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Table 2 Apoptosis rates of Calu-3 cells treated with

TRAIL(%)

Earl Late apoptosis  Survival
Groups apoptoysis or delzidpcell cell
24h control group 0.59+0.31 1.48+0.38  96.94+2.79
48h control group 1.17+0.28  2.41+0.48  95.65+3.51
24h treated group  17.49+£3.87  5.39+1.03  77.93+5.28
48h treated group  21.08+4.43 16.39+£3.21  62.68+5.31
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