42 6 ( ) Vol. 42 No. 6
2021 11 Journal of Yangzhou University (Agricultural and Life Science Edition) Nov. 2021
DOI; 10.16872/j. cnki. 1671 — 4652, 2021, 06. 013
. , \ , . WT1 SPRY2 [Jl. (
), 2021, 42(6) . 81-86.
* %
’ ’ ’ ’ ’ ’ ’ ’
( / s 226001)
: (WTD (SPRY2) (EOOC) s
qRT-PCR  Western blot WT1 SPRY2 s EOC ;
5 EOC o . EOC WT1
, SPRY?2 s FIGO ; , EOC WT1
, SPRY2 ; WT1 SPRY?2 s WT'1
EOC SKOV3 , SPRY2 , ERK1/2 . WT1 SPRY?2
EOC s EOC , WT1 SPRY?2
ERK1/2 EOC o
; WT1; SPRY2; ERK1/2 ;
: R737.31 A : 1671 -4652(2021)06 - 0081 - 06

The study on the role of WT1 and SPRY2 in epithelial ovarian cancer
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ABSTRACT: To investigate the expression and clinical significance of WT1 and SPRY2 in epithelial ovarian cancer
(EOC), qRT-PCR and Western blot were used to examine the expression of WT1 and SPRY2, analyze their relationships
with clinicopathological characteristics and recurrence of EOC patients, and explore the correlation between WT'1 and
SPRY?2. Moreover, the underlying mechanisms of WT'1 and SPRY2 in EOC were verified. The expression of WT'1 was
up-regulated, but the expression of SPRY2 was down-regulated in EOC primary tumor tissues, which were both closely

associated with clinical FIGO stage, pathology grade and recurrence rate. Compared with primary tumor tissues, the ex-

pression of WT'1 was further higher and the level of SPRY2 was further lower in metastatic tumor tissues. The expres-

sion of WT'1 was negatively correlated with SPRY2 in both primary and metastatic tumor tissues. In cultured cells mod-
els, WT'1 depletion significantly suppressed SKOV3 cell invasion, promoted SPRY2 expression and inhibited ERK1/2
phosphorylation. The expressions of WT'1 and SPRY?2 were closely related with the process of EOC, which may act as in-

dicators for the degree of malignancy and poor prognosis of EOC. WT1 may promote the invasion and metastasis of EOC

cells by reducing SPRY2 expression and activating ERK1/2 signaling.
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