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Expression of LIMKI1 and the Effect of Silence LIMKI1 for
Migration and Invasion in Human Colon Cancer

SU Jian,PAN Zhibin,SHI Ling,et al
( Department of Pathology ,the Second Affiliated Hospital , University of South China,
Hengyang , Hunan 421001 , China)

Abstract: Objective To investigate the expression of LIMKI1 and the effects of silence LIMKI1 for migration and inva-
sion in human colon cancer. Methods The stable low expression of LIMK1-miR/SW480 cells was established by RNA in-
terference and validated by RT-PCR and Western blot in SW480 cells. The effects of expression of LIMK1 and p-LIMK1 in
LIMK1-miR/SW480 cells was detected by Western blot and Immunocytochemistry. Migration and invasion potentials were ex-
amined by scratch test and transwell membrane assays. Results LIMKI1 expression in colon cancer was significantly higher
than in the normal tissue,lower in the well-differentiated than in the moderately differentiated and poorly differentiated adeno-
carcinoma, and lower in moderately differentiated than in poorly differentiated adenocarcinoma;The expression of LIMKI in

volume <5.0 c¢cm was lower than in =5.0 c¢m;that lymph node metastasis was significantly higher than that of non-lymph node
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metastasis ; Dukes stage A + B was significantly lower than in C + D (P <0.05). RT-PCR and Western blot showed that the
expression of LIMKI mRNA and protein was significantly downregulated in LIMK1-miR/SW480 ,indicating the stable low ex-
pression of LIMKI1 cells were successfully established by microRNA interference. The expression of LIMK1 and p-LIMKI in
the silence LIMK1 group compared to the no-transfection and vector groups was significantly downregulated by Western blot,
and the expression of LIMKI in the silence group compared to the no-transfection and vector groups was significantly de-
creased by Immunocytochemistry. Scratch test revealed that the cell transport ratio of silence group was 22. 53% , which was
lower than 76.50% of no-transfection and 72. 14% of vector groups (P <0.05). Transwell assay exhibited that the number of
cancer cells which passed through the matrigel membrane was 43.67 +£1.51 in silence group which was decreased compared
with 143.33 £1.52 in no-transfection and 136. 34 +1.53 in vector groups (P <0.05). Conclusion The expression of
LIMKT1 is closely related to carcinogenesis , tumor size, differentiation,,lymph node metastasis and Dukes stage in colon cancer.
Silence LIMK1 gene could inhibit the migration and invasion in SW480 cells.
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