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Simultaneous inhibition of XIAP and survivin expression on
EMT and invasion of human pancreatic cancer cells
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ABSTRACT Objective: To investigate the simultaneous inhibition of X-linked inhibitor of apoptosis protein
(XIAP) and survivin expression on epithelial-mesenchymal transition (EMT) and invasiion of
pancreatic cancer cells Panc-1, and its mechanism.

Methods: On the established human pancreatic cancer cells Panc-1-XS, the expression of XIAP
and survivin was inhibited simultaneously. Cell invasion and migration were detected by Transwell
chamber experiments and scratch test, and the expression of epithelial marker E-cadherin,
mesenchymal markers Slug, phosphatase and tensin homolog deleted on chromosome ten (PTEN)
and P-Akt protein was determined by Western blot.

Results: Cell invasion and migration of Panc-1-XS cells decreased significantly, accompanied

by significantly upregulated protein expression of E-cadherin, and significantly declined protein
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expression of the Slug, indicating increased mesenchymal-epithelial conversion (MET); and

increased protein expression of PTEN, and declined protein expression of P-Akt.

Conclusion: Simultaneously inhibiting the expression of XIAP and survivin can partially reverse

EMT phenotype of pancreatic cancer Panc-1 cells, which then significantly reduces the cell invasion

and migration of Panc-1 cell lines. This process may be regulated by PTEN/PI3K/Akt signaling

pathway.
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2.2 [E Bt ) & XIAP FA survivin & & 5f 9 & %
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Table 1 Number of invasive cells, relative quantification of protein density of EMT marker proteins, PTEN, and p-Akt in each
group (n=3, xts)

K / I BUER U A SE B (5 p-actin AHLE )

205 (E= 2083
E-cadherin Slug PTEN P-Akt
Panc-1 589.0 +20.2 0.42 + 0.04 0.20 + 0.04 0.13 + 0.04 0.21 + 0.04
Panc-1-XncSnc 603.3 + 14.2 0.45 +0.06 0.21 +0.02 0.11 +0.03 0.26 + 0.04
Panc-1-XS 433.7 £32.5 0.87 +0.08 0.08 +0.03’ 0.27 +0.04’ 0.07 +0.02"

5 Panc-1 20 & Panc-1-XncSnc A AH 1, 'P<0.05.

& 1 Transwell /N E QT [E] B0 #l XIAP FA survivin & A RIS Panc-1 AREE AT o A: Panc-141; B: Panc-1-XncSnc 4;
C: Panc-1-XS 4.
Figure 1 Effect of XIAP and survivin inhibited simultaneously on cell invasion of Panc-1 cells detected by Transwell chamber test. A:

Group of Panc-1; B: Group of Panc-1-XncSnc; C: Group of Panc-1-XS.

A C

B 2 XUJRSLIGAE M [E B ] XIAP F0 survivin 2B A RI1EFXT Panc-1 AT FERE STRIZS NN, A: Panc-14H; B: Panc-1-XncSnc 4H;
C: Panc-1-XS 4,

Figure 2 Effect of XIAP and survivin inhibited simultaneously on cell migration of Panc-1 cells detected by Scratch test. A: Group
of Panc-1; B: Group of Panc-1-XncSnc; C: Group of Panc-1-XS.
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Figure 3 Effect of XIAP and survivin inhibited simultaneously on EMT phenotype of Panc-1 cells. Panc: Panc-1 cells; NC: Panc-1-

XncSnc cells; XS: Panc-1-XS cells.

2.3 & B 0 %l XIAP F0 survivin X % B & F
PTEN Rix, T P-Akt EHRIE

2 it Western EI ARG U 25 R B 7. 5 R 4G
Panc-1 4l Jifd J2 X} B8 2H Panc-1-XncSnc #7 L, Panc-1-
XS 440l rf PTEN & (1 3% L, T P-Akt 2 1
# T 18 (P<0.05); Panc-1 215 Panc-1-XncSnc 21 2
] 22 G247 L (P>0.05; £ 1, Kl 4).

Panc NC XS

B-actin -

4 [EETHP ] XIAP FA survivin &/ B R 1% J5 3T Panc-1 28
Ffl PTEN #0 P-Akt R3ZHI Mo Panc: 4R Panc-1 40 fiE;
NC: Panc-1-XncSnc; XS: Panc-1-XS,

Figure 4 Effect of XIAP and survivin inhibited simultaneously
on expression of PTEN and P-Akt of Panc-1 cells. Panc: Panc-1
cells; NC: Panc-1-XncSnc cells; XS: Panc-1-XS cells.
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