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ABSTRACT Objective: To investigate the expression of AID in prostate cancer and the effect of targeted knockdown on invasion,
migration, proliferation and apoptosis of prostate cancer cell line C4-2. Methods: Using a lentivirus targeting knockdown of AID to
interfere with prostate cancer cell line C4-2; western-blot, immunohistochemistry, flow cytometry and transwell assay were used to study
the expression of AID in prostate tissue and the changes of the phenotype of prostate cancer cell line C4-2. Results: The relative
expression level of AID in clinical prostate cancer samples was 9.02+ 1.85, which was significantly higher than that in benign prostatic
hyperplasia tissues 1.89% 0.45, and normal prostate tissues were not expressed (*P<0.05); the expression of AID in the shAICDA-C4-2
monoclonal cell line was significantlydecreased after shRNA interference, and the positive control group (Monoclonal6) with
proliferation, migration and invasion ability decreased by 49%, 80%, 63%, respectively, compared with the negative control group (NC),
and the apoptotic rate of positive control group (Monoclonal6) was 3.2 times that of negative control group (NC). Conclusions: High
expression of AID in prostate cancer tissues, AID plays an extremely important role in promoting the proliferation, migration and invision
of prostate cancer cells and inhibiting the apoptosis of prostate cancer cells. Therefore, its expression highly likely to be significantly
associated with the progression and prognosis of prostate cancer.
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Fig.1 The expression of AID in prostate cancer, benign prostatic hyperplasia, and normal prostate tissues was detected by Western Blot and

immunohistochemical staining experiments, respectively
Note: Data were expressed as Meant SD, n=12.%*P<(.05, comparison between prostate cancer tissue,

normal prostate tissue and benign prostatic hyperplasia.
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Note: **P<(0.05, the silencing effect of monoclonal 6 in these eight monoclonals was the best compared with other monoclonals,
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Fig.3 Proliferation and Apoptosis of C4-2 Cells after Transfection
Note: The cell proliferation rate of the two monoclonal groups was significantly lower than that of the blank control and negative groups,**P<0.05;
the apoptotic rate of sShAICDA-C4-2 cells was significantly higher than that of the blank control and the negative control groups,**P<0.05.
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Fig.4 Cell migration and invasion of the experimental groups (Monoclonal3 and Monoclonal6) observed with the inverted microscope, blank control
group (C4-2) and negative control group (NC), and statistical analysis based on the experimental results
Note: The invasion and migration ability of the two monoclonal groups were significantly lower than that of the blank control

and negative control groups,**P<0.05.
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