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Abstract: [ Purpose | To investigate the effect of toosendanin on proliferation in human breast cancer
MDA-MB-453 cells and its possible mechanism. [ Methods | Logarithmic growth phase of MDA-MB-
453 cells were selected. The growth curve was made with 0,6.25,12.50,25.00,50.00, 100.00nmol/L
toosendanin treated. After toosendanin 0,12.5,50nmol/L. for 72h,cell proliferation in breast cancer
cells was measured by MTS assay,cell apoptosis and cell cycle was detected by flow cytometry,the
expression of Caspase3 and PARP were detected with Western blot assay. [ Results] Toosendanin
showed an inhibitory effect with a time-dose-dependent manner in breast cancer MDA-MB-453 cells
(P<0.01).The ICsy of MDA-MB-453 at 48h,72h ,96h was 17.25.22.20,135.69nmol/L. Flow cytomet-
ric analysis showed that toosendanin induced apoptosis of breast cancer cell in a dose-dependent
manner (P<0.01) and arrested the cell in S phase(P<0.01). After 0,12.50,50.00 nmol/L toosendanin
treated for 72h, early apoptosis rate was 3.21%,9.64% ,and 20.19% in MDA-MB-453 cell respective-
ly. S phase of the cell cycle accounted for 20.98%,35.92% and 40.05% in MDA-MB-453 cell.[ Con-
clusion] Toosendanin may play an important effect of inhibiting the growth of MDA-MB-453 cell, the
mechanism might be related to inducing apoptosis and arresting S-phase cell cycle.

Key words : toosendanin ; breast cancer; MDA-MB-453 ; cell proliferation ;apoptosis
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Table 1 Effects of toosendanin on the proliferation
in MDA-MB-453 cells

Toosendanin Cell viability( %)

(nmol/L) 48h 72h 96h

0 100.00+2.00  100.00+0.51  100.00+2.24
6.25 99.09+1.78 94.44+3.78 90.32+1.14
12.50 90.91+2.59 69.03+1.67 59.07+0.54
25.00 71.82+2.85 48.75+1.52 35.98+0.86
50.00 65.45+2.15 39.83+1.20 27.17+0.76
100.00 58.46+2.78 34.06+2.32 22.03+1.27

Table 2 Early apoptosis of breast cancer cells after
toosendanin treatment for 72 hours

Toosendanin (nmol/L) Early apoptosis(%)
0 3.21+0.85
12.50 9.64+2.58
50.00 20.19+1.90

Table 3 Cell cycle distribution of breast cancer cells after
toosendanin treatment for 72 hours

Toosendanin (nmol/L.) Ratio of S phase cells(%)
0 20.98+1.63
12.50 35.92+2.14
50.00 45.02+2.96
. a0 - 53 0 . Ao
3.42 6.75
B . _ & 3 i 2}
Y s < £aq
3.21 984 | :
=P e A - moggar e T - I Do Seg e )
Areasin FITC Arwacan P ITC Areastn FITC
Onmol/L 12.5nmol/L 50nmol/L

Figure 2 Apoptosis of breast cancer cells after toosendanin treatment for 72 hours
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Figure 3 Cell cycle distribution of breast cancer cell after toosendanin treatment for 72 hours
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