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[ Abstract] Objective To study the relationship between down-regulated expression of X linked inhibitor of
apoptosis protein (XIAP) gene and the reversal effect of taxol-resistance by using siRNA interference technology in the
taxol-resistant ovarian cancer. Methods Randomly assigned the nude mice into six groups (6 in each group) . Group A:
normal saline; Group B: taxol; Group C: siRNA-NC+normal saline; Group D: siRNA-NC+taxol; Group E: siRNA
XIAP+normal saline; Group F: siRNA XIAP+taxol. Each group was dealt with the corresponding processing depending
on the agreed protocol and the transplanted tumors had a multi-point injection with reagents related siRNA, one time
every 3 days, 9 times (27 d) in total. Taxol (2 mg/kg) was used in the intraperitoneal injection, 0.2 mL every time, once a
week, for four weeks. After 27 d of siRNA treatment, xenograft volumes and qualities were measured and the inhibitory
rate was calculated; RNA expression levels and protein levels of XIAP gene in xenografts were detected respectively by
real-time fluorescent quantitative PCR and Western blot. Apoptosis of the transplanted tumor cells was examined by
TUNEL method. Results Among the six groups, the proliferation of transplanted tumor in Group F was the slowest, and
the tumor inhibition rate was the highest compared with control Group A, followed by Group E, and the tumor inhibition
rate was the lowest in Group C. Group F and E expressed the lowest XIAP mRNA and protein expressions (P<0.05, vs.
the other 4 groups) .The apoptosis rate was highest in Group F, followed by Group E, and lowest in Group A and
C (P<0.05). Conclusion XIAP siRNA has synergy with taxol in taxol-resistant ovarian cancer cells.
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Fig 1 Nude mice and xenograft in each group

A: Normal saline; B: Taxol; C: siRNA-NC+normal saline; D: siRNA-
NC-+taxol; E: siRNA XIAP+normal saline; F: siRNA XIAP+taxol
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Table 1 Tumor mass and inhibitory rate in each group

Group n Tumor mass/g Inhibitory rate/%
A 6 0.50+0.06 -

B 6 0.28+0.01 57.269

C 6 0.42+0.13 25.717°

D 6 0.26+0.07" 66.792"

E 6 0.2520.06 72.782°

F 6 0.1740.03"° 84.574""

*P<0.05, vs. Group A; #P<0.05, vs. Group B . A-F denote the same as
fig1

2.2 RABEEXIAPHmMRNAREER

ULIE2, 23t siRNA-XTAPALFRAYELL AP, XIAP
mRNAFRIEFHAR, EAMFA 25 G4 Lo RUTER
XIAPHJA ~ DA XIAP mRNAFK L ZF G i3 X,
X4 HE. FH2ZEFA G578 L (P<0.05), IEWIXIAPIE
WATTER
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Relative expression of XIAP mRNA

Group

B 2 SARRBEEDXIAPEFFMRNARIAKTE (n=6)
Fig 2 The mRNA expression of XIAP in different groups (n=6)
* P<0.05, vs. Group A-D. A-F denote the same as fig 1

2.3 BEABEETFXIAPHEARIERERL

K3, 4. Western blot 255 7~: S mRNAZEH:
— 3, VIERXIAP)G , B MIFA XTAPHE H eI, I FA ~
DZH (P<0.05); EAA FIFZAXIAPRE A2 R LG F 3 X, A ~
DZAXIAPE I F G FE L.
24 HEBEENHERBTERL

W2, FHAURR, BZHIKZ, = TBZH 5D, A
HCHARAM(P<0.05). BHAEDHAER L I¥E X,
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A B C D E F (M, x10°)
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[ 3 Western blot#&ill & AR R BB MM P XIAPHE B RIXER
Fig 3 The XIAP protein expression in different groups

A-F denote the same as fig 1
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Relative expression of XIAP
protein (normalized to B-tublin)

Group

B4 SABEFAMPXIAPHEFBEWNRIEEFER (n=6)
Fig 4 The relative expression of XIAP protein in different groups
detected by Western blot (n=6)
A-F denote the same as fig 1. * P<0.05, vs. Group A-D

2 SEBEENARBTIESNLER
Table2 Apoptosis index (AI) of each group

Group n Al

A 6 12.70%:+0.87%"
B 6 26.70%+0.58%
C 6 15.30%+2.84%"
D 6 29.20%:+5.24%
E 6 32.80%2.31%"
F 6 45.90%+7.03%"

A P <0.05, vs. other groups; #P<0.05, vs. Group B. A-F denote the same
asfig1
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