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

DOI:10. 3971/j. issn. 1000-8578. 2010. 07. 006

Ti% S TR I Etk/BMX X £ 0 95 40 o 5l 5
R P 5% )

Rk R AT IR ABRTLE WL MR, F B

Effects of Tyrosine Kinase Etk/BMX on Radiosensitivity of Nasopharyngeal Carcinoma
Cell Lines

ZHANG Zhen-hua', ZHANG Jian’, GUO Lin-lang’, ZHU Wei liang®, SU Shan>, XIAO Ming-
xing®, LI Yan’

1. Department of Oncology s People’s Hospital of Ningguo, Ningguo 242300, China;2. Depart-
ment of Oncology . Zhujiang Hospital » Southern Medical University,3. Department of Pathology

Corresponding Author . GUO Lin-lang s E-mail ; linlangg@ yahoo. com

Abstract:Objective To study the relationship between the tyrosine kinases Etk/BMX and radiosensi-
tivity in nasopharyngeal carcinoma (NPC) cells. Methods Recombinant plasmid pcDNA3. 0-Etk was
transfected into Sune-1. and Etk was highly expressed in the transfeced cell line Sune-wt. After 0, 2,
4, 10, 15Gy X ray radiation, MTT was used to measure survival fraction(SF) and flow cytometer
(FCM) assay to examine cell apoptosis rate, cell cycle, proliferation index(PI) , and apoptosis-related
protein p53 and bcl-2. Results  After different X ray radiations the survival fraction of Sune-wt were
all higher than those of Sune-1 and Sune-vector(P<C0. 05). The cell apoptosis rate of Sune-wt were
all dramatically lower than those of Sune-1 and Sune-vector(P<C0. 05). There was S,G, phase block-
age and highly up- regulated of proliferation index in Sune-wt after 15 Gy irradiation dosages. Moreo-
ver, there were significantly different expression of p53 and bcl-2 in Sune-wt after 15Gy irradiation (P
<20. 05). Conclusions This study suggested that Etk/BMX played an important role in protecting na-
sopharyngeal carcinoma cells from X ray irradiation. Its mechanics may be ralated to p53 and bcl-2
changing and S, G, phase blockage.
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Figure 1 The expression profile of Etk were examined in pre-transfecion and post-transfection cell lines by FCM
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Figure 2 The SF of three cell lines in various radiation dosages.

Elevated of Etk in sune-wt confers the radiation

resistance in NPC
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Figure 3 The apoptosis of three cell lines in various radiation

dosages
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Figure 4 The expression of p53,bcl-2 in Sune-wt
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Table 1 The changes of cell cycles between non-radiation and 15 Gy radiation( %, n=3,7 *s)
Absorbed doses Cell lines G, /G, S G,/M P1
0 Gy Sune-1 55.20%0.96 23.90+3.00 20.90+1.71 44,81 +£1.83
Sune-vector 54.32+2. 35 24,08+ 1.36 21.60 %1, 45 45,37+ 1.54
Sune-wt 49.40+3.63 26.20+1.54 24,40+ 2,26 50. 60+ 1.51
15 Gy Sune-1 45.86+£2.76" 28.3%£1.83" 25.84+1.20 54.14 £ 1. 04
Sune-vector 44,.60£0.53" 29.1%£2,357 26.30+£2.30" 55.40%+1.73
Sune-wt 29.90£1.35" 34.6+0.95" 35.50%£2.33" 70.10£ 1. 467
Notes: * : P<<0. 05,compared with the same cell line at 0Gy; ™ : F =99, 938, P<C0. 001, compared with the same dosage
A: Sune-lunirradiated; B: Sune-1 after irradiated; C: Sune-wt unirradiated; D: Sune-wt after irradiated
B 5 15Gy X £ R85 /5 Sune-1.Sune-wt 4 il F I I T4k
Figure 5 The changes of cell cycles beween non-radiation and 15Gy X-ray radiation
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