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Expression and Clinical Significance of MiR —449a and PLAGL2 in Ovarian Cancer. Wang Qiuyu, Li Xiaoxiang, Zhu Junyi. Depart-
ment of Obstetrics and Gynecology, Nanyang Ceniral Hospital, Henan 473000, China

Abstract Objective To investigate the expression of MiR —449a and PLAGL2 in ovarian cancer and its relationship with clinico-
pathological parameters and prognosis. Methods Totally 136 cases of ovarian cancer in our hospital were selected. The expression of
MiR -449a and PLAGL2 protein in ovarian cancer tissues and normal ovarian tissues were measured by enzyme linked immunosorbent as-
say and immunohistochemistry. The relationship between the expression of MiR —449a and PLAGL2 protein and the clinicopathological
parameters and prognosis were analyzed. Results The expression level of MiR —449a protein in the ovarian cancer group was lower than
that in the paracancerous group, and the expression of PLAGL2 protein was higher than that in the paracancerous group (¢ =113.821, 88.
774, P <0.01). The positive rate of MiR —449a in the ovarian cancer group was lower than that in the paracancer group and the positive
rate of PLAGL2 was higher than that in the paracancerous group (y° =18.708, 151.786, P <0.01). The expression of MiR - 449a,
PLAGL2 protein was correlated with the maximum diameter and pathology of the tumor, the classification, TMN stage, infiltration depth,
lymphatic vessel space infiltration, lymph node metastasis and recurrence. The maximum diameter of the tumor was greater than Scm, the
higher the pathological stage, the higher the TMN stage, the deeper the infiltration depth, the lymphatic space infiltration, the lymph node
metastasis, the relapse, the lower the positive expression rate of MiR - 449a protein and the higher positive expression rate of PLAGL2
protein (P <0.01). The 3 year survival rate and survival time of MiR —449a positive group were significantly higher than that of MiR -
449a negative group, and the 3 year survival rate and survival time of PLAGL2 negative group were significantly higher than those of PLA-
GL2 positive group (Xz =41.666, 37.816, Z=17.980, 18.092, P <0.01). Conclusion The expression of MiR —449a protein in o-
varian cancer tissues is low and the expression of PLAGL2 protein is high. The ovarian cancer patients with high expression of MiR —449a
protein could obtain better prognosis, and patients with the low expression of PLAGL2 protein could obtain a better prognosis.

Key words Ovarian cancer; Polymorphic adenoma gene zinc finger protein 2; Expression; Clinical significance
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