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Inhibition of antisense oligonucleotide targeting survivin

on the proliferation of K562 cells
WEN Xian—hao,et al :
(Department of Hematology,the Children’s Hospital,Chongging Medical University)

[ Abstract] Objective:To study the effect of survivin,an inhibitor of apoptosis,on the proliferation of leukemic cell by antisense
oligonucleotide ( ASON ) technique. Methods: 1.K562 cells were divided into 5 groups for cell inhibition rate experiment,
111nmol/. ASON group,333nmol/L. ASON group,555nmol/L. ASON group,777nmol/L. ASON group and the blank control group.
At 24h,48h and 72h after transfection cells were collected to he stained by tapan—blue,and than the number of live cells and
the rate of inhibition were counted. 2.K562 cells were divided into 4 groups for the cell cycle and survivin protein expression,
555nmol/. ASON group,544nmol/L. NSON group, lipofectin group and the blank control group. At 24h,48h after transfection,
the cell cycle progression was detected by flow cytometry,and the expression of survivin was examined by immunohistochemistry.
Results:The rate of inhibition in ASON groups with different concentration was significantly higher than that of the control
group,and the rate of inhibition was positively related to concentration of ASON and time of transfection. In 555nmol/L ASON
group,the cell number in GG, phase increased ,and the cell cycle progression was inhibited significantly;while cell cycle
progression in NSON group, lipofectin group and the control group had no significant change(P<<0.05).Afier transfection for
48h, the protein level of survivin in ASON group decreased significantly compared to the other groups( P < 0.05).
Conclusions: ASON targeting survivin can inhibit proliferation of K562 cells.
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I SCEE A% F PR (Antisense  oligonucleuotide , ASON )
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i R 4& Lipofectamine™ M B invitrogen 23 &) ; LW EHT A
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B 5 NRERBEMILE, Wd BIBET A TRA
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R1 FEARERXEEEREREEFARITE(x10°)

5 Oh 24h 48h 72h
R XA(111nmol/L) 1.00 + 0.00 2.24 +0.33 3.40+0.37 6.14 +0.32
= X 40 (333nmol/L) 1.00 + 0.00 2.09 +0.27 2.61 +0.41° 3.89+ 047
2 X4 (555nmol/L) 1.00 + 0.00 1.73 £+ 0.47° 2.02+022" 2.70 +0.32"
2 X 48 (77Tnmol/L) 1.00 + 0.00 1.52 +0.31" 1.80 £0.29° 2.55+0.36
=HH 1.00 = 0.00 2.30+0.19 3.78 + 0.59 6.60 +0.51
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A7 Oh 24h 48h 72h
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