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Inhibition effect of siRNA silencing CXCR4 and CXCR?7 on the growth of Ishika-
wa cell xenografts in nude mice
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[ Abstract ] Objective:To evaluate the effect of small interfering RNA ( siRNA ) of CXCR4 and CXCR7 on the growth of
endometrial cancer ( EC ) Ishikawa cells xenografts in nude mice. Methods: EC Ishikawa cells were subcutaneously injec-
ted into the right flank of nude mice to establish animal xenograft model. When the diameter of tumors reached 5 —7 mm,
all tumor-bearing mice were randomly divided into five groups, and treated with intra — tumor injection of CXCR4-siRNA,
CXCR7-siRNA, CXCR4-siRNA + CXCR7-siRNA, negative-siRNA, and normal saline, respectively. Growth of xeno-
grafts was observed, and the differences in volume and weight of xenografts among five groups were examined. CXCR4 and
CXCR?7 expressions in tumor xenografts were detected by Quantitative Reverse Transcription Polymerase Chain Reaction
( QRT-PCR ), Western blotting and Immunohistochemical Technique, respectively. Results: Ishikawa cells xenograft
model in nude mice was successfully constructed. The growth of tumor xenografts in CXCR4 siRNA group, CXCR-siRNA
group and CXCR4-siRNA + CXCR7-siRNA group were significantly inhibited, compared with those in negative control and
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blank control group ( all P <0.05 ). The mRNA ( P <0.05 ) and protein ( P <0.01 ) expressions of CXCR4 and CXCR7

were statistically down — regulated by directly injecting siRNA into xenografts. Conclusion: siRNA interfering CXCR4 and

CXCR7 could effectively suppress the growth of human EC Ishikawa xenografts in nude mice.
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Fig.1 CXCR4-siRNA and/or CXCR7-siRNA inhibit tumor growth in vivo
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Fig.3 Expression CXCR4/CXCR?7 protein in each group
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Fig.4 Expression CXCR4/CXCR7 protein in each group from Immunohistochemical staining
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