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Study on Targeted Depletion of Spyl Sensitizes Esophageal

Cancer Cells to Cisplatin
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Abstract ; [ Purpose ] To investigate the siRNA-mediated inhibition of Spyl gene on the chemosensi-
tivity to cisplatin of Eca-109 cells. [Methods] Eca-109 cells were transfected with Spyl siRNA.
RT-PCR and Western Blot analysis were used to verify the inhibitory effect of siRNA against
SpyLLMTT assay was conducted to determine the effects of Spyl depletion on the chemosensitivity
of Eca-109 cells. [Results] Spyl was down-regulated in Eca-109 cells transfected with specific
siRNA. The down-regulation of Spyl decreased the ICs, values of Eca-109 cells to cisplatin from
4.56£1.23pg/ml to 1.12+0.09mg/ml. Spyl depletion combined with ciaplatin administration de-
creased the cell survival rate from (64.7+3.8)% to (46.8+4.2)%. Flow cytometry showed that cell
cycle of the Spyl siRNA group was obviously blocked in G¢/G, phase than other groups. [ Conclu-
sion ] Targeted depletion of Spyl gene can inhibit proliferation of human esophageal cancer Eca-
109 cells,and improve the sensitivity of cells to cisplatin. Induction of GG, cell cycle arrest might
be a related mechanism.
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Table 1 The ratio of Spyl to -actin after Eca-109 cells transfected with siRNA

Spyl R R S S
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1, control;2, control siRNA;3,Spyl siRNAT;
4,Spyl siRNA2;5,Spyl siRNA3

Figure 1 The expression of Spyl after Eca-109 cells
transfected with siRNA
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Figure 2 Inhibiting of Spyl improve the sensitivity of
esophageal carcinoma cells to cisplatin
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2.4 SpylsiRNA Xt EC 2 Bt & # /9 %2 i
VW P NET T S TR

Group Spyl B-actin Ratio(%) Relative ratio(%) Spyl siRNA H g0 My 5 H: Al

Control 2632.67+106.55 8834.55+143.33  29.80+0.23 100 g 41 HL I 6 Gy/G, 300 L 200 5

Control siRNA  2824.19+08.43 8964.26+164.42  31.56+0.07 105.91+0.03

Spyl siRNA1 483.46:53.33  8916.07+158.76 5.42+0.03 18192001  (P<0-05) 1M S U3 H 5 i AR (P<
.

Spyl siRNA2 955.63+102.14 8900.51+146.58  10.74x0.08 36.04:035  0.05);Gy/M W25 7 LG5 3

Spyl siRNA3  1482.42+153.67 8858.34:165.82  16.73:0.15 56.16:0.06 ¥ (P>0.05)(Figure 3).
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Figure 3 The effect of inhibition of Spyl expression on cell cycle
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