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Targeting effect of nephroblastoma gene 1 on epidermal growth factor receptor
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Abstract: Objective To investigate the targeting effect of nephroblastoma gene 1 (WT1) on epidermal
growth factor receptor (EGFR) of nasopharyngeal carcinoma CNE-2 cells,and to confirm the effect of WT1 on
immune activity of CNE-2 cells. Methods The cells were treated by WT1, the protein expression of EGFR
was detected by Western blot,the proliferation capacity of CNE-2 cells was observed by CKK-8,the apoptosis
of CNE-2 cells was observed by flow cytometry,and the invasion of CNE-2 cells was determined by Transwell
assay. Results Western blot showed that the signal intensity of WT1 group was significantly lower than that
of dimethyl sulfoxide (DMSO) group and control group (P<C0. 05). The gray value detected in the WT1
group was (0.358=+0. 148) ,which in the DMSO group was (1. 370+0. 068) ,and that of the blank group was
(1.39040.077). The gray value in the WT1 group was significantly lower than that in the DMSO group and
the blank group,and the difference was statistically significant (P<C0. 05). CKK-8 test results showed that the
inhibition value of WT1 increased gradually after 3.6,9 and 12 h of treatment,and the difference was statisti-
cally significant (P<C0. 05). The results of flow cytometry showed that the apoptosis rate of the blank group
was (0.8322£0.207) % ,which in the DMSO group was (2. 0814 1. 221) % ,and that of the WT1 group was
(20.731+£1.104) %. The apoptosis rate of the WT1 group was higher than that of the DMSO group,and the
difference was statistically significant (P<C0. 05). Transwell assay showed that the number of penetrating cells
in DMSO group was 67.21+£2. 17,in WT1 group was 20. 13+ 2. 25,and the number of penetrating cells in
WTI1 group was lower than that in DMSO group,and the difference was statistically significant (P<C0. 05).
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Conclusion WTI1 antigen can be used as a target gene of EGFR in CNE-2 cells,and can better inhibit the EG-

FR immune activity of CNE-2 cells.
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