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Tab-1 The percentage of G2 and M phase cells at different time after docetaxel administration/ %

Time/h Control 6 12 18 24 48 72
Percentage of Gz and M phase cells 1.5 22.60 31.9M 16.0® 6.3 3,63 1.3
s 0.26 2.8 2.9 2.8 1.5 0.6 0.2

(1>P<O. 01, (2)p<0~ 05 s control
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Fig-1  The morphological feature in lewis Fig-2 Apoptic cells in lewis lung cnacer
lung cancer tissue in control group tissue 12h after 207mg/m2

docetaxel administration
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Tab-2 Tumor growth parmeters in different groups

Groups Relative qowth rate Growth delay Inhibition rate q value
Control 31.8647.88
Docetaxel A 28.11£7.75 2.27 0.21
Docetaxel B 26.332£10.30 3.44 0.25
Radiation 26.9310.30 3.69 0.27
Doc A+ Radiz 17.21£3.183®) 6.89 0.51 1.21
Doc B+Rad12 14.7043.153M 8.67 0.58 1.29
Doc AT Radus 17.2045. 6O 6.99 0.53 1.26
Doc B+ Radis 13.774£2.60M 9.86 0.62 1.38

n="6, (1)p<0~05 vs radiation, ¥ p<<0.01 ps radiation, (3)p<0~ 05 s docetaxel A,
H p<<0.05 vs docetaxel B: Radiz and Radus represent radiation carried out 12 and 48h

after administration of docetaxel respectively
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Fig-3 Tumor Growth Curves for different groups-
—. Control, @. Docetaxel 82~8mg/m21 <. Docetaxel 207mg/m21 M. Radiation alone:
O. Docetaxel 82. Smg/mZJfRadiation/thy * . Docetaxel 82. 8mg/m2+Radiation/48hs
A . Docetaxel 207mg/m27L Radiation/12h, A\. Docetaxel 207mg/m2+ Radiation/48h
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THE RADIOSENSITIZATION OF DOCETAXEL
ON LEWIS LUNG CANCER IN VIVO

REN Zhenyi BAI Chunxue HONG Qunyin ZENG Zhaochong
(Institute of Respiratory Medicine of Zhongshan Hospital » Fudan University, Shanghai 200032)

JIN Yizun
(Institute of Radiation Medicine, Fudan University, Shanghai 200032)

ABSTRACT  In this paper the radiosensitization of docetaxel on Lewis lung cancer was in-
vestigated in vivo- CO7BL mice bearing Lewis lung cancer were treated with 207mg/m2 docetaxel
to determine the ability of the drug to induce mitotic arrest and apoptosis in tumor cells- The mice
bearing Lewis lung cancer in the right hind leg were locally irradiated with single dose of 10Gy fold
7 rays using small animal irradiator- The results showed that the percentage of arrested cells in-
creased rapidly with the time. achieving its peak of 31. 9% 12h after docetaxel administration -
Docetaxel also induced apoptosis within 48h. Treated by different doses of docetaxel 12 or 48h
prior to irradiation, the tumors grew slowly: the growth inhibition rates of the tumors increased,
and the relative growth rates decreased significantly - The ¢ value in every radiosensitizing group
ranged from 1.21 to 1.38. These results indicated that docetaxel exerted its radiosensitizing po-
tential by the mechanism of arresting mitosis and inducing apoptosis- This study suggested that
docetaxel had a high potential as a successful radiosensitizer in the clinic treatment of lung cancer-
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