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Effect of microRNA targeted silencing integrin-linked kinase gene on biological behavior of cervical
squamous epithelial cells

LI Xiaodan, FEI Xiaoying, WANG Jingmiao, HUO Xiaoyan, YU Hua

( Department of Gynecology ,the First Hospital of Handan City, Handan 056002, Hebei Province ,China)

Abstract: Objective To investigate the effect of small interfering RNA (siRNA) targeted silencing integrin-linked ki-
nase (ILK) gene on the proliferation, migration and invasion of cervical squamous epithelial cells (HS8 cells). Methods The
high efficient siRNA targeted silencing ILK gene was designed, and ILK-siRNA liposomes and the unrelated control plasmids
were constructed. The H8 cells were randomly divided into ILK gene silencing group,negative control group and blank group,
the HS8 cells in the ILK gene silencing group and negative control group and blank group were transfected with ILK-siRNA and
unrelated control plasmids,respectively; while the cells in the blank group were not transfected with any sequence. All cells
were cultured for 48 hours after transfection. The relative expression of ILK mRNA in H8 cells was detected by real-time

fluorescence quantitative polymerase chain reaction, and the relative expression of ILK protein in H8 cells was detected by
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Western blot method. The activity of H8 cells were detected by methyl thiazolyl tetrazolium method. The invasion ability of H8
cells was detected by Transwell test,and the migration ability of H8 cells was detected by scratch test. The expression of Ki-67
protein in H8 cells was detected by immunohistochemistry. Results The relative expression of ILK mRNA and protein in H8
cells of TLK gene silencing group was significantly lower than that of the negative control group and blank group (P <0.05),
and there was no significant difference in the relative expression of ILK mRNA and protein in H8 cells between the negative
control group and the blank group (P >0.05). The activity of H8 cells in the ILK gene silencing group were significantly lower
than those in the blank group and the negative control group (P <0.05) ,and there was no significant difference in the activity
of H8 cells between the blank group and the negative control group (P >0.05). The positive expression rate of Ki-67 protein
in H8 cells of the blank group, negative control group and ILK gene silencing group was (20.01 =0.31)% , (21.01 =
0.11)% and (12.01 £0.01) % ,respectively. The positive expression rate of Ki-67 protein in H8 cells of the ILK gene silen-
cing group was significantly lower than that of the negative control group and the blank group (P <0.05) ,and there was no
significant difference in the positive expression rate of Ki-67 protein in H8 cells between the negative control group and the
blank group (P >0.05). The number of transmembrane cells in the blank group,the negative control group and the ILK gene
silencing group was 28.13 +2.44 ,30.24 +2. 15 and 18. 52 +2.25, respectively. The number of transmembrane cells in the
ILK gene silencing group was significantly less than that in the blank control group and the negative control group (P <0.05),
and there was no significant difference in the number of transmembrane cells between the blank group and the negative control
group (P >0.05). The migration rate of H8 cells in the blank group,negative control group and ILK gene silencing group was
(15.51 +4.88)% ,(15.11 £5.21)% and (6.91 £5.12)% ,respectively. The migration rate of H8 cells in the ILK gene
silencing group was significantly lower than that in the negative control group and the blank group (P <0.05) ,and there was
no significant difference in the migration rate of H8 cells between the negative control group and the blank group (P >0.05).
Conclusion ILK is involved in the regulation of proliferation, migration and invasion of cervical squamous epithelial cells,
which may play an important role in the occurrence and development of cervical cancer. Silencing ILK gene can inhibit the
proliferation, migration and invasion of H8 cells, ILK is expected to be a new target of targeted therapy for cervical cancer.
Key words: integrin-linked kinase;cervical squamous epithelial cells;cervical cancer;small interfering RNA ; targeted

silencing;cell proliferation, cell invasion
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Fig.1 Expression of ILK protein in H8 cells in the three
groups ( Western blot)
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Tab.1 Comparison of relative expression of ILK mRNA

and protein in H8 cells among the three groups (x xs)
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Fig.2 Expression of Ki-67 protein in H8 cells of the three groups (immunohistochemical staining, x200)
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