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Fig.1 Chemical structure of CMT-8
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Fig.2 Effect of CMT-8 on HeLa cell growth

2.1.2 CMT-8 *F HeLa @k W 46 69850k 3 B{
Sumol/L CMT-8 H.# 1021 B AL 5 1 B HeLa
ML T, IR SR I AS RS TE] (0.5 h.
1 hy 3 hy 5h) WEA MRS . w3 s,
X AAH LG, 555838 5 CMT-8 40 i 7E 1 hy
3 h. 5h I EEFFR ML EE A8 ) B AR T AR b 24,
P<0.05, A4it%2%5m. JFbEE CMT-8 W4 i,
1 A N B B ) B NI -

100
80
60 |

40t

Adhesion rate / %

— CMT-8 Opmol /L

20 -= CMT-8 3pumol /L

—& CMT-8 5umol /L
1 L

0.5 1 3 5
Time / h

Fig.3 Effect of CMT-8 on the adhesion of HeLa cells
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Fig.4 Effect of CMT-8 on the migration of HeLa cells

Table 1

Effect of CMT-8 on cell cycle distribution of HeLa cells

CMT-8 Percentage of cell cycle (x +s5)/ %

/umol-L! Gy/G, S G,M

0 45.38+1.12 38.78+5.43 15.8446.55
10 54.38+6.14 26.59+2.24 19.03+3.90
40 74.59+1.28* 18.45+1.93* 6.96+3.21%*
70 76.78+1.91* 15.96+0.51* 7.25+1.40%

Note: * p<0.05
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Fig.5 Effect of CMT-8 on protein expression of HeLa cells
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Fig.6-A Effects of CMT-8 at low doses on HeLa cell growth
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Fig.6-B Combinational effects of CMT-8 and X-rays on
HeLa cell growth
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Fig.7 Morphological alteration of cells treated with CMT-8
and X-rays
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Fig.8 Alteration of protein levels in HeLa cells treated with
CMT-8 and/or X-rays: 1, un-treated control; 2, 5 pumol/L
CMT-8; 3, 6 Gy X-rays; 4, CMT-8+X-rays
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Anticancer activity and radiosensitization of CMT-8 in human cervical cancer HeLa cells

SHEN Linling ZHAO Lin MA Liang YANG Jiangtao
JIAO Yang XU lJiaying FAN Saijun
(School of Radiation Medicine and protection, Medical College of Soochow University, Suzhou 215123, China)

ABSTRACT To investigate the effects of chemically modified tetracycline 8 (CMT-8) on cell growth, migration
and radio-senstivity in human cervical cancer HeLa cells, MTT assay was used to determine cell viability and radio-
sensitivity; wound healing and adhesive assays were used to measure cell migration and adhesion; flow cytometry
and Western blot assay were performed to analyze cell cycle alteration and protein expression. The results showed
that CMT-8 inhibited HeLa cell growth, migration and adhesion in a dose-and time dependent fashion. Furthermore,
CMT-8 caused a Gy/G, arrest, in accompany with a dose-dependent down-regulation of Cyclin D and Cyclin E pro-
tein expression. Finally, HeLa cells pre-treated with CMT-8 at non-cytotoxic concentrations became more sensitive to
subsequent irradiation of X-rays, which was related to a decreased expression of Ku70 and DNA-PKcs protein. Taken
together, these findings indicate that CMT-8 is a new anti-cervical cancer compound via inhibiting cell growth and
migration as well as mediating radio-sensitivity.

KEYWORDS CMT-8, HelLa cell, X-rays, Radiosensitivity
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