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Abstract ; Objective To investigate the possibility of XIAP inhibition by RNA interference ( RNAi) vectors ,
and the chemotherapeutic sensitivity change of pancreatic carcinoma cells of SW1990 after XIAP inhibition.
Methods  RNA interference vectors against XIAP was constructed and transfected into the pancreatic
carcinoma cell line SW1990 , the expression of XIAP was determined by RT-PCR and Western blot, while
flow cytometry and Hoechst 33258 stain were employed to examine the apoptosis index of SW1990 induced
by gemcitabine. The relationship between XIAP and apoptosis index was analyzed by linear regression. Results
Four RNAIi vectors against XIAP were constructed , two of the four RNAi vectors could instantaneous inhibit
XIAP expression more than 50% , The sensitivity of SW1990 to gemcitabine increased after XIAP was
inhibited ( P <0.05) , and the expression level of XIAP was negatively related to the apoptosis index ( P
<0.05). Conclusions RNAi vectors could effectively suppress the expression of XIAP, and enhance the
sensitivety of pancreatic cancer cells to chemtherapentic drygs.
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R .5"agctittccaaaaagtggtagtectgtiticagetctictigaagetgaaacaggactaccacggg 3

XIAP-R2 GCAAGTGCTGGACTCTACT F.5'gatcccegeaagtgetggactetactitcaagagaagtagagtecageacttge titttggaaa 3
R :5"agctittccaaaaageaagtgetggactetactictctigaaagtagagtecageacttgegeg 3
XIAP-R3 TGGTATCCAGGGTGCAAAT F.5'gatccectggtatccagggtgeaaatttcaagagaattigeacectggatacca tttttggaaa 3
R :5"agcttttccaaaaatggtatccagggtecaaatictetigaaatttgecaccetggataccaggg 3
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T, AT W B S T AR S T X — A
R, 30 3 XTAP #9353k, m] BE B2 v 18 i Jes 41 it % £k
725 9 W OB . RNA T 31 $2 R Elbashiv 1 52 78 1



820 P E-SE s AR &

15 %
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HE B IETRE R 4 M A B LA 3 AT LR
X XIAP (40 0 /E T, Horb 2 A B9 4 AT A5 o 9k
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# T4 X XIAP g RNA 3 2% 14, 5% 4 2L B3 4 40 i
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Sy, 8 UR TR 4 F 1 BE — 8 ok
WIEEFWE, i — L & gemcitabine J& il 1 75 T
20 A T LA B0 R KR 0 H i, BRI XTAP i 3R
ik AT DL gemcitabine X il 957 40 Jf0 (9 2% £ 4 T 4% 5 o
BZ, 0 RNA T4 m] A %80 0 ) XTAP g [

1E SW1990 4ff Jig v 9 2 2k, 8 Jin 240 B x5 4k 77 25 5 1y

RO 5 X R AT TR BT TS, T RE 4 £ R B I 1Y
AT SO, O B R 1936 9T B 16— BT B 15 G o
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