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Regulation Mechanism of TP53 Gene Silencing Mediating PI3K/PTEN/AKT Signaling

Pathway on Invasion and Metastasis of Renal Clear Cell Carcinoma
LIU Xiaoli, PANG Wenshuai, HUANG Chaokang, ZHU Lei
( Department of Pathology , Xingtai People’s Hospital Affiliated to Hebei Medical University, Xingtai, Hebei, China  054001)
Abstract: Objective To explore the regulation mechanism of tumor protein p53(TP53) gene silencing mediating PI3K/PTEN/AKT sig-
naling pathway on invasion and metastasis of renal clear cell carcinoma. Methods A total of 60 cases of renal clear cell carcinoma
was collected,and immunohistochemistry was used to analyze the expression of TP53 protein. Human renal clear cell carcinoma cell line
RLC - 310 was cultured and transfected into five groups:Blank group(group A),negative control (NC, transfection of short hairpin RNA
NC) group (group B),shTP53 group (group C),PTEN inhibitor bpv(phen) group(group D) and phen + shTP53 group (group E). The
expression levels of TP53, phosphatase and tensin homolog(PTEN), phosphatidylinositol — 3 — kinase(PI3K) and AKT were detected by
Quantitative real —time PCR(qRT = PCR) and Western blot;the proliferation ability of cells was detected by CCK -8 method;the migra-
tion ability of cells in each group was detected by scratch healing test;and the invasion ability of cells in each group was detected by
Transwell invasion test. Results Clinical experiment showed that TP53 protein was highly expressed in renal clear cell carcinoma( P <
0.05). Cell experiment showed that compared with group A and group B,the levels of TP53,PI3K and AKT mRNA and protein expres-
sion in group C were significantly down —regulated, and the levels of PTEN mRNA and protein expression were significantly up - regu-
lated, and cell proliferation, migration and invasion were significantly down — regulated( P < 0.05);the levels of TP53,PI3K and AKT
mRNA and protein expression in group D were significantly up —regulated,while the levels of PTEN mRNA and protein expression were
significantly down — regulated, and the cell proliferation, migration and invasion were significantly up — regulated( P < 0. 05) ; meanwhile,
TP53 was down —regulated in group E(P < 0.05),but there was no significant difference in other indicators compared with group A
and group B(P > 0.05). Conclusion TP53 gene silencing inhibits PI3K/PTEN/AKT signaling pathway, thus inhibits the infiltration

and metastasis of renal clear cell carcinoma cells,and reverses PHEN —induced infiltration and metastasis of renal clear cell carcinoma cells.
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