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Effect of Interfering ANXA3 Gene Expression on Proliferation

and Apoptosis of Breast Cancer Cells
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Abstract: [ Objective | To investigate the effect of interfering Annexin A3 (ANXA3) gene expression on
proliferation and apoptosis of breast cancer cells and its mechanism. [Methods] The ANXA3 gene ex-
pression in breast cancer MCF-7 cells was silenced by RNA interference technique. The expressions of
ANXA3 mRNA and protein were detected by RT-PCR and Western Blot,respectively. Tetramethylzole
(MTT) method was used to examine the cell proliferation and the apoptotic rate was determined by An-

nexin V-FITC/PI staining method. The expression of B cell lymphoma/lewkmia-2 (Bel-2) , Bel-2-related
protein X(Bax),cleaved cysteinyl aspartate specific proteinase 3 (cleaved Caspase-3)in MCF-7 cells were
detected by Western blot. [Results] The expression levels of ANXA3 mRNA were 0.078+0.006,0.072+
0.007,0.008£0.001 in blank control group,negative control group and ANXA3 interference group,re-
spectively;and the protein expression levels were 0.792+0.085,0.764 £0.078 and 0.353 £0.039. The
apoptosis rates were (3.425+0.643)%, (3.537+0.740)% , (23.455+3.686 )% ,respectively , the protein ex-
pression levels of Bel-2 were 1.256+0.247,1.239+0.265,0.624 £0.065 , respectively ; those of Bax were
0.856 +0.086,0.842 +0.079,1.526 +£0.344 ,respectively;and those of cleaved Caspase-3 were 0.522 +
0.057,0.535+0.062,1.230+0.367 in three groups,respectively. Compared with the blank control group,
the expression levels of ANXA3 mRNA and protein were significantly decreased(P<0.05), cell prolifera-

tion was significantly decreased(P<0.05),and the apoptosis rate was significantly increased(P<0.05). The
protein expression levels of Bel-2 were significantly down-regulated(P<0.05),and the protein expression
levels of Bax and cleaved Caspase-3 were significantly up-regulated(P<0.05). [ Conclusion] Interference of
ANXA3 expression inhibits the proliferation and induces apoptosis of breast cancer MCF-7 cells,which
is related to the change in the expression levels of Bel-2, Bax and cleaved Caspase-3.
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N R — i

Figure 1 The expression of ANXA3 protein in cells
after transfected

Table 1 The expression of ANXA3 mRNA and protein
in cells after transfected (x+s,n=3)

ANXA3 mRNA ANXA3 protein

Groups . .
expression expression
Blank control group 0.078+0.006 0.792+0.085
Negative control group 0.072+0.007 0.764+0.078
Interfered ANXA3 group 0.008+0.001*  0.353+0.039*
F 157.535 36.658
P 0.000 0.000

#:Compared with the blank control group, P<0.05

Table 2 Changes in proliferation ability of breast cancer
cells after transfection (x+s,n=3)

Groups 0D,y value
Blank control group 0.698+0.076
Negative control group 0.675+0.069
Interfered ANXA3 group 0.356+0.041*
F 26.918
P 0.001

#:Compared with the blank control group, P<0.05
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20 @ PR (P<0.05 ) (Figure 2, Table 3)
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Table 3 Changes in the apoptosis rate of breast cancer
cells after transfected (x+s,n=3)

Groups Apoptosis rate (%)

. Blank control group 3.425+0.643
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S (o BRATAR EL, B X B2 40 P Bel-2 Interfered ANXA3 group 23.455+3.686"

Bax Cleaved Caspase-3 & [ 3% ik it JC iob # PE A2 4k F 82.275

P 0.000

ANXA3 T #4141 ig ' Bax.Cleaved Caspase-3 £ [

KRB EEZS AN BA R EE N (P<
0.05) {2 Bel-2 # 1 #3455 35 P R (P<
0.05) (Table 4, Figure 3),

3 4 it

ANX 8 Z 5 & — OB T 45 2 1 1Y
BEIRSS &, 2 5 40k | 98 s
I AR B R Rl G SR O R Al A S A
TG B PR 0 A R, SE RO 2
B o3 AL 5 L ANXA3 J& ANX R I 1 b
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BOEH R B2 ER S, (HAERT S B 4
Z1rp  ANXA3 (136 35 2 10 25 P AIK T e 5 i
G MR AL 4L, FL 3% 3k 1k W IR 5 i 47 B i 1 O
B R AR OC O R ANXA3 7E AR g b
I VE I AT BEAN TR
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#:Compared with the blank control group,P<0.05
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Figure 2 Changes in apoptosis rate of breast cancer cells
after transfected

Blank control Negative control Interfered ANXA3

- Cleaved caspase-3
]

Bel-2

Figure 3 Changes in the expression of Bcl-2,Bax and cleaved
Caspase-3 protein in breast cancer cells after transfection

Table 4 Changes in the expression of Bcl-2,Bax and cleaved Caspase-3
protein in breast cancer cells after transfection (x+s,n=3)

Groups Bel-2 Bax Cleaved Caspase-3
Blank control group 1.256+0.247  0.856+0.086 0.522+0.057
Negative control group 1.239+0.265  0.842+0.079 0.535+0.062
Interfered ANXA3 group  0.624+0.065" 1.526+0.344" 1.230+0.367%
F 8.615 10.422 10.145
P 0.017 0.011 0.011

#:Compared with the blank control group,P<0.05.
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