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Fig.1 The effect of siKu70 on the expression of BRCA1 mRNA after irradiation
(a). H460 cell line; (b). EC109 cell line; (¢). SGC7901 cell line

2.2  siKu70 3 BRCAl &EH FixKFEH N

h T MBI ] PR A Ku70 % RS 5 BRCAL &
FALIK I m, ABFFK EC109. H460 A
SGC7901 4 ffi 54 siKu70 FikLHE 48 h, F548 4Gy v
SRS, MUE 48 h ISR, $REUEE A,
Western-blot 72l Ku70.BRCAImMRNA [k 7K
*F, LA B-actin NS, g R0l 2 fron, HLali g
2] BRCAImRNA K1k 1) 8 7K V00 B4 81 2 7

s siKu70 HalisbPE4] BRCAImRNA ik (1K)
AP BO FEZH I (2T B 5 T4 siKu70 FilAh 35 7
TS 1) DR 40 ) BRCAL %5 siKu70 Fuafi kb2 20 T5 T
151, HA60 0 JL IR I A 42 P 1) B A o R BHAR S T 5
S BRCAImMRNA [ (13, 1M siKu70 St
1) BRCAImRNA [1) 8 AR T m KA HIE
%45 B[R siKu70 4 BRCAImRNA 7K 18145 5 AH
#ﬁo



244 LA R/ I [ N

30 4%

(@ (b)

EC109

©
SGC7901

N
Q'
&
ORI\

D
&

Ku70

BRCAI1

Actin

Fig.2 The effect of siKu70 on the expression of BRCA ImRNA after irradiation
(a). H460 cell line; (b). EC109 cell line; (¢). SGC7901 cell line
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Fig.3 The regulation of BRCA1 mRNA expression by Ku70 over-expression
(a). H460 cell line; (b). EC109 cell line; (¢). SGC7901 cell line
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Fig.4 The effect of Ku70 over-expression on the transcription of BRCAL after irradiation
(a). H460 cell line; (b). EC109 cell line; (c). SGC7901 cell line
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Study on the regulation of BRCAL by Ku70 induced by irradiation

DU Liging WANG Yan LIU Qiang CAO Jia ZHAO Peng WANG Hong
CHEN Fenghua WU Hongying WANG Yueying LI Deguan FAN Feiyue
(Institute of Radiation Medicine, Chinese Academy of Medical Sciences, Tianjin 300192, China)

ABSTRACT To explore the effect of Ku70 on breast cancer susceptibility genes BRCA1 after irradiation, the
BRCA1 protein and its mRNA expression after transfecting into tumor cells with siKu70 or Ku70 plasmid DNA, and

the impact of Ku70 on BRCA1 expression in SGC7901, EC109 and H460 cell lines were investigated after irradiation.

The results indicate that both protein and transcription of BRCA1 were obviously reduced in tumor cell lines after
pretreated with siKu70, and siKu70 can reduce radiation-induced BRCA1. Similarly, after transfection of Ku70 plas-
mid DNA, expression of BRCA1 was higher than that of the control group meanwhile there was a significant incre-
ment of BRCAL in irradiation group compared with that of no irradiated group. The results suggest that Ku70 gene
might be relative to BRCA1 expression, and it might be involved in radiation-induced BRCA1 at transcriptional level.
KEYWORDS Ku70, BRCALI, Radition
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