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Fig. 1 Morphological observation of Novikoff cell apoptosis
induced by TRAIL
After incubated with TRAIL (20 mg/ L) at 37°C for 2 h, the Novikoff
cells were dyed by DAPI and observed under fluoromicroscope. (b) is a

part of {a).
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Novikoff & 1[I 4T,

Table 1 The percentage of Novikoff cell apoptosis induced

by TRAIL
TRAIL/ (mg-L~ I) Apoptosis/ %
0 2.50*1. 67
5 13.39£2. 62
10 22.97%2.76
20 32.07%2.55
40 41.66 £2. 04
60 50.12%3.12
n= 8, x s,
2.1.2 PRl R gl oz R R AR TS A S AR A ]

A H] 100 mg/ L PT AT 10 mg/ L. Rhodaming123
PN S LRk, i 5 Bt vl A 2L 5
TR A A (a0th) SZRik (&) &
AR AR (K 2). 7 TRAIL /EHF,
PR T ECE L, HEPIE RS, GRS F
GRCE SV TR &N vk Z AN L3 T IR R N N
HEL.

(b)

Fig. 2 Morphological changes of the nuclear (red) and
mitochondrial ( green) in apoptosis cells
Navikoff cells were induced by TRAIL (20 mg/ L) and mitochondrials
were dyed by Rhodaming 123 during different intervals. Nuclears were
dyed by PL. The changes of them were both ohserved by CONFOCAL.
{a) O min, (b) 20 min, (¢) 30 min, (d) 1 h, (e 2h, () 3h.
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Fig. 3 Effects of TRAIL in different concentrations on DNA
electrophoresis of Novikoff cells

I: Control (2h), 2: 5mg/L TRAIL (2h), 3: 20 mg/L TRAIL
(1h), 4: 20 mg/L TRAIL (2 h).

Table 2 The effect of ApSA delaying apoptosis of Novikoff cell induced by TRAIL

T he percentage of Novikoff apoptosis/ %

Group
0.5h I h 2h 3h 4 h 5h
Control group 1.59+1.49 2.30*1.65 3.10%1.73 2.64%2.05 3.53%1.89 3.01%1.83
ApSA(300 mg/ L) 2.61%2.06 3.23%+1.89 2.97%1.53 3.54%*1.85 3.82%2.05 4.10%1.91
TRATL(20 mg/ L) 10.24£2.84 19.34%2.89 31.54%3.69 47.35+3.24 55.46%5.01 64.41%4.90
TRAIL(20 mg/ L)+ Ap3SA( 100 mg/ L) 9.39%+2.43 17.82£1.98 28.61%3.56 38.27%3.57 48.10+4.03 58.47%4.33
TRAIL(20 mg/ L)+ Ap53A( 300 mg/ L) 8.81%2.16 15.49%+2.30 24.39%2.61 34.12%3.16 42.38%2.68 51.68+3.51
TRAIL(20 mg/ L)+ ApSA(500 mg/ L) 8.45+£1.78 13.05%2.21 18.03%£2.85 23.55%2.13 31.59%3.28 37.32%4.37

n= 8, x ts.
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Fig. 4 Effected of both TRAIL and Ap5a on DNA
electrophoresis of Novikoff cells
The concentration of TRAIL is 20 mg/ L and the concentration of Ap5A
is 500 mg/ L. 7: Ap5A (2h), 2: Ap5A+ TRAIL (2 h), 3: ApSA
+ TRAIL (3 h), 4: ApSA+ TRAIL (4 h).
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Fig. 5 Effects of TRAIL and ApSA on the intracellular
calcium concentration of Novikoff cells
F/Fy: the relative changes of the introcellular caleium concentration of
Novikoff cells after treated with TRAIL and ApSA. ApSA: 500 mg/L:
Control: saline groop; Fy: the value of instantaneous the concentration
of calcium in cells before treated with TRAIL and Ap5A; F: the value
after the treat; TRAIL: treated with 20 mg/L; TRAIL and ApSa:
treated with TRAIL 20 mg/ L and Ap5A 500 mg/L. n=4. e —e:
control; w—m: TRAIL: ©o—o: TRAIL and ApSA; o—o:
ApSA.
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Abstract

concentration respectively.
Key words apoptosis, TRAIL, Ap5A, Ca™

A novel model of TRAIL- induced apoptosis of Novikoff cells was constructed based on the observation
using molecular fluorescence labelling and confocal microscopic techniques. The mechanism of TRAIL- induced
apoptosis and the role of ApSA [ P', P™-Di (adenosine5) pentaphosphate] during this process was
investigatived. The results revealed that: 1) TRAIL-induced apoptosis is both dosage and time dependent,
which correlates with the remarkable increase of [ Ca®* 1 in Novikoff cells: 2) ApSA retards the TRAIL-induced
apoptosis as well as dow - regulates [ Ca”* | in Novikoff cells. These observations indicate that the mechanism of

TRAIL-induced apoptosis and ApSA retards it through down and upregulating intracellular calcium
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