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[ Abstract] Objective To explore the role of EGFR expression inhibition in enhancing the radiosensitivity of
SKBR-3 cells by using siRNA. Methods EGFR-SiRNA and pNeg—SiRNA were transfected into SKBR-3 cells by
lipofectamine. Western blot was used to measure the expression of EGFR. After 4Gy irradiation in a single fraction,
cells were collected and apoptosis was estimated by flow cytometry at 0, 24 h and 48 hr, the DO, SF2 and «
values of three cell lines were calculated by colone formation array. Results Two transfected cell lines were
measured by Western blot and the result showed that the expression of EGFR was suppressed by the EGFR—siRNA.
The apoptosis rates of SKBR-3/EGFR-siRNA were higher than those of control cells at 24hr and 48hr after
irradiation (P<0.05). The DO and SF2 values of SKBR-3/EGFR—siRNA were 1.218 and 0.376 and the « value
was 0.335. Conclusion Inhibition of EGFR by RNAi could enhance the radiosesitivity of SKBR-3 cells, so
EGFR may be a good candidate target for cancer therapy.
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Fig. 1 EGFR expression in SKBR-3 cells after trans-
fection with EGFR-siRNA plasmid
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Fig. 2 The apoptosis rate of cells irradiated with 4Gy

All data presented as mean

ST AL, "P<0.05; H5EAALE, 4P<

0.05.
PR —
L ST TS A
1 - L3 TENE- 17 BIFE- R,
Y
T
[ =T,
s i
- ¥, T
: o v " ‘-‘-"“-.-
= g T
a T
3
(L] 1
ey
1 L3 a 1o
Daswity

B3 TEFERRSSIaHE IR 515 40 B A 77 ih &%
Fig. 3 The surviving curve of cells detected by clono-

genic survival assay
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Tab. 1 The radiobiology parameters of cells detected by clonogenic survival assay

w5 P Z AR 2R R
DO (Gy) N Dq (Gy) SF2 a B SK2
SKBR-3 2H 1.731 2.359 1.486 0.590 0.217 0.047 2 0.536
SKBR-3/Neg-siRNA 2 1.599 2.600 1.538 0.584 0.167 0.056 4 0.571
SKBR-3/EGFR-siRNA 2 1.218 2.195 0.958 0.376 0.335 0.077 1 0.376
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