. 766 - APIEBRB 9T 2010 TE36 37 B35 7 HA

DOI:10.3971/j. issn. 1000-8578. 2010. 07. 009

PR A Z Bk TAT-N24 % 45
A

IR, N %R, B FIF RAR, FFER, FIZHOH
MigE, TEMK, ABRE, ZEF

Cell-permeable TAT-N24 Fusion Peptide Inhibiting Proliferation of Colon Cancer Cells
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Abstract: Objective To elucidate the role of cell-permeable TAT-N24 fusion peptide inhibiting prolif-
eration of colon cancer cells. Methods Detect the cell cycle progression by flow cytometer, analyze
the DNA synthesis by BrdU/PI method and certify the roles of TAT-N24 in the tumor. Results
Western blot shows that TAT-N24 can enter HT29 cells. With the treatment of TAT-N24, the Rb
phosphorylation is decreased. In the control group, the number of BrdU positive cells is (52. 2 %
1.88) %, while the TAT-N24 group is (29.9 £ 2, 14) %. In control group, cell cycle analysis shows
that the number of cells in G, /G, phases is(55.27 £2.48) %, in S and G, /M phases cells are (26.97
+0.94)% and (17.76 £ 1. 77) %, but in TAT-N24 group, the number of cells in G,/G, phases is
(65.10£1.79) %, the S and G,/M phases cells are (18.49 £ 0. 68) % and (16. 40 £1,.51) %. Conclu-
sion TAT-N24 fusion peptide can inhibit the Rb protein phosphorylation, induce the cell cycle arrest
and inhibit the DNA synthesis in colon cancer cells.
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Figure 1 The structure of TAT-N24 polypeptide
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Figure 2 Expression of proteins related with cell cycle

and cell proliferation detected by western blot
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1.5 %, WHE 4,45 B8R TAT -N24 fe4% 2 14
il HT29 20 B A 20 Ao &) 399 0 2 L 300 5 40 A 4 5, 4 %)
M 22851 E L (P<<0.05),

00
1
GO0

GG 651011, T
S:18.4940.68%
GM:164041.51%

7085274 2.48%
26.97 4 0.94%
G/MINT.T6E1.7T%

300
L
300

400
1

Number

300
1

200
200

10
10K}

EREREE u T aznn! ERARASE BANRARRERARRIREZES]
0 20 40 ol 80 100 120 0 20 40 L] 10 oo 12¢
Channels Channels
Control TAT-N24

B 4 TAT-N24 ¥ HT29 48 B 40 B 2 3 4 85 i
Figure 4 The effect of TAT -N24 on HT29 cell cycle
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