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CDA47-siRNA Induces the Apoptosis of Esophageal Cancer Cells
SEG-1 by Regulating ROS*
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ABSTRACT Objective: To detect the effects of CD47-siRNA on the apoptosis of esophageal cancer cells SEG-1 and its mechanism.
Methods: Western blot was used to detect the CD47 protein, pro-apoptosis Bax and anti- apoptosis Bcl-2; Cell Counting Kit-8 (CCK-8)
was used to detect cell viability; DCFDA cellular ROS detection kit was used to detect the ROS level of esophageal cancer cells SEG-1.
Results: CD47 protein in CD47-siRNA transfected group was significantly lower than Vector-NC group (P<0.05). The cell viability in
CD47-siRNA transfected group was significantly lower than Vector-NC group (P<0.05). The expression of pro-apoptotic protein Bax in
CD47-siRNA transfected group was significantly higher than Vector-NC group (P<0.05), and the expression of anti-apoptotic protein
bel-2 was lower than Vector-NC group (P<0.05). The ROS level in CD47-siRNA transfected group was significantly higher than Vector-
NC group (P<0.05). Compared with CD47-siRNA transfected group, pretreatment with CAT (ROS inhibitor, 5 mm /L, 6 h) increased the
cell viability. Compared with CD47-siRNA transfected group, pretreatment with CAT (ROS inhibitor, 5 mm/L, 6 h) significantly reduced
the expression of Bax protein and increased the expression of Bcl-2 protein. Conclusion: CD47-siRNA can promote the apoptosis of
esophageal cancer cells SEG-1 through increasing the level of ROS in esophageal cancer cells SEG-1.
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Fig.1 Effect of CD47-siRNA on the level of CD47 protein in esophageal

cancer cells SEG-1
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> 2.0- *
| N o~
] § g 1.6
| £ c
.,' 8 8 1.21
] c's
‘ § ke 0.8
] 7 iVector-NC @ ©
/ / S= 0.4
r,.' / / T
;100 T "1'f01 T ';]0: T 10[3 I10}‘ICD47-SIRNA 0_0
Vector-NC CD47-siRNA

[l 4 CD47-siRNA #:34 RE R4 SEG-1 }j ROS 7k FEHI M
Fig.4 Effect of CD47-siRNA on the level of ROS in esophageal cancer cells SEG-1

2.5 CAT XEEEYM SEG-1 & HIS M IR CDAT-SIRNA FERR L 1.378)XT RN SEG-]
CAT J&—Fivk FIH9 ROS #II5). Jy 7 Kl CD47-siRNA i S HYREARIEA (21 5, P<0.05). LI E45 5430 ROS W HEA &

S LA SEG-1 fOSm, Tofi 1t COK-8 K T CDA7-siRNA 5 (45841l SEG-1 1% 1 FO4MHIFE F .

AFRANIEL SEG- 1 HOAuE Jf L, CAT (i J1{i:2.378) B 5



DREYESSHE  biomed. cnjournals.com Progress in Modern Biomedicine Vol19 NO.11 JUN.2019

- 2064 -
2.0
> g 1.6
=c
0 p
8 8 1.2
> U=
= © 0.8
g3
2 04
0.0

CDA47-siRNA CD47-siRNA+CAT
B 5 CAT XA ELMM SEG-1 f1 ROS 7k ERI SN

Fig.5 Effect of CAT on the level of ROS in esophageal cancer cells SEG-1
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Fig.6 Effect of CAT on the expressions of Bax and Bcl-2 proteins in esophageal cancer cells SEG-1
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