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Expression Levels and Clinical Significance of MiR - 144 —3p and SGK3 in Ovarian Cancer. Sun Ting, Wang Wei, He Xianglei. Depart-
ment of Pathology, Zhejiang Province People's Hospital, Zhejiang 310014 ,China

Abstract Objective To detect the expression levels of microRNA - 144 —3p (miR - 144 -3p) and protein kinase (SGK3) in-
duced by serum and glucocorticoid in ovarian cancer, and to explore its clinical significance. Methods From March 2010 to July 2012
we selected sixty — four cases of epithelial ovarian cancer tissues, twelve cases of benign ovarian tumors tissues and twelve cases of normal
ovarian tissues resected by operation in our hospital. We detected the miR — 144 —3p levels in ovarian cancer tissues by real — time quan-
titative PCR (qRT — PCR) ; detected the SGK3 levels in ovarian cancer tissues by Western blot; analyzed the relationship between the
miR - 144 —3p, SGK3 expressions and clinicopathological features and prognosis in ovarian cancer tissue. Results (1) The expression
level of miR — 144 —3p in ovarian cancer tissue was significantly lower than that in normal ovarian tissue and benign ovarian tissue (P <
0.05). (2)The expression level of SGK3 protein in ovarian cancer tissue was significantly higher than that in normal ovarian tissue and
benign ovarian tissue (P <0.05). (3)The expression level of miR =144 —3p in ovarian cancer tissues was negatively correlated with the
expression level of SGK3 protein (P <0.05). (4)The expression levels of miR — 144 —3p and SGK3 in ovarian cancer tissues were relat-
ed to tumor size, pathological stage, lymph node metastasis and differentiation degree (P <0.05), but not related to age, ascites or histo-
logical type (P >0.05). (5)The median survival time was 40 months, and the cumulative survival rates at 1, 3 and 5 years after surgery
were 76.56% , 53.13% and 25.00% respectively. The cumulative survival rates of patients with low expression of miR — 144 -3p at 1,
3 and 5 years after operation were 67.57% , 37.84% and 10. 81% respectively. The cumulative survival rates of patients with high
expression of miR - 144 -3p at 1, 3 and 5 years after operation were 88.89% , 74.07% and 44.44% respectively. The difference of sur-

vival rate between the two groups was significant (P =0.001). (6)The cumulative survival rates of patients with high expression of SGK3
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at 1, 3 and 5 years after operation were 68.29% , 39.02% and 9.76% respectively. The cumulative survival rates of patients with low

expression of SGK3 at 1, 3 and 5 years after operation were 91.30% , 78.26% and 52.17% respectively. The difference of survival rate

between the two groups was significant (P =0.000). Conclusion The abnormal expressions of miR — 144 —3p and SGK3 are related to

the occurrence and development of epithelial ovarian cancer, and may be a new target for the clinical treatment and prognosis of epithelial

ovarian cancer.

Key words Epithelial ovarian cancer; MiR - 144 -3p; SGK3; Real time quantitative PCR; Western blot
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Expression and Prognostic Significance of Long non — coding RNA CCATI1 in Hepatocellular Carcinoma. Chen Sisi, Chen Xia, Jiang
Qiongying, et al. Oral and Ocular Center, Taizhou Hospital of Zhejiang Province, Wenzhou Medical University, Zhejiang 317000, China

Abstract Objective To investigate the expression and clinical significance of Inc RNA CCATI1 in Hepatocellular carcinoma tis-
sues. Methods HLA - F expression in the primary tumor lesions and their adjacent normal liver tissues from 96 HCC patients were ana-
lyzed by quantitative real — time polymerase chain reaction (qRT — PCR), and its relationship between Inc RNA CCATI expression and
the clinicopathological features and prognosis of HCC patients was also analyzed. Results CCAT2 expression was upregulated in cancer-
ous tissues compared with adjacent normal tissue samples. The level of CCAT2 was positively associated with portal vein invasions and
TNM stages. Survival analysis revealed that the mean survival time of the CCAT2 positive HCC patients was 32. 1 months(95% CI1:26.3 -
38.0 months) , which was significantly shorter than that of CCAT2 negative HCC patients (47.2 months, 95% CI.42.5 —52.0 months)
(X2 =7.607,P =0.006). Moreover,Inc RNA CCAT2 expression was an independent predictor of overall survival of HCC patients.
Conclusion Inc RNA CCAT2 high expression may play an important role in the malignant progression of HCC, and Inc RNA CCAT2 ex-
pression could be an independent prognostic factor for HCC patients.
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