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Effect of PRRX1 expression on vasculogenic mimicry formation and prognosis in ovarian cancer
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Abstract Objective: To investigate the paired related homeobox 1 (PRRX1) and its pathway molecules expression in ovarian cancer and
its relationship with the vasculogenic mimicry (VM) formation, so as to explore PRRX1 effect on metastasis and prognosis in ovarian cancer.
Methods: The expressions of PRRX1,Wnt5a, 8 —catenin as well as VM in ovarian cancer samples from 62 cases were examined by
immunohistochemical and CD31/periodic acid—Schiff double staining. And the relationships between PRRX1 and VM formation, Wnt5a,-
catenin were assessed by x? and pearson tests. The prognostic values of PRRX1 were measured by Kaplan-Meier survival analysis.
Results: PRRX1 expression was associated with FIGO stage, metastasis and VM formation (P <0.05). No significant correlations were found
between PRRX1 and age, tumor size, histological type, degree of differentiation of the tumor (P >0.05). PRRX1 overexpression was found to
have the relationship with 3—catenin nuclear expression but showed no relationship with WntSa and B-catenin cytoplasm expression. Both
PRRXT1 expression and VM formation were correlated with ovarian cancer metastasis and prognosis. Kaplan —Meier survival analysis
showed that patients with PRRX1 expression and VM formation had shorter survival than PRRX1 or VM~ patients, respectively. And poor
prognosis was observed. PRRX1 expression and (3 —catenin nuclear expression had shorter survival than PRRX1" or 3 —catenin nuclear
negative expression (P <0.05), where this relationship showed no significance between PRRX1 and Wnt5a, B—catenin cytoplasm expression
(P >0.05). Conclusion: PRRX1 could regulate VM formation in ovarian cancer through the activation of Wnt/8 —catenin signaling,
indicating poor prognosis, so PRRX1 might be a candidate marker for the diagnosis and prognosis predictor of ovarian cancer.
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Fig 1 PRRX1 expression and CD31/PAS double staining in ovarian cancer( x200 )
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Fig2 The survival curve of PRRX1 expression and VM formation

in ovarian cancer
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Fig 3 Wnt5a and B—catenin expressions in ovarian cancer( x200 )
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