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TP53-related gene regulatory network analysis on head and neck squamous carcinoma
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Abstract: Objective To find out the TP53-related mechanism underlying head and neck squamous cell carcinoma. Methods We
used cbioportal to analyse the expression of TP53 and identify the co-expressed genes of TP53 in 279 samples from head and neck squamous
cell carcinoma in TCGA database. We used String and DAVID database to establish the co-expression network of TP53 and analyze its func-
tion. We used IncRNA2target and StarBase database to screen the microRNA ,IncRNA and ceRNA that regulate TP53. Finally, Cytoscape soft-
ware was used to establish TP53-related ceRNA network. Results In the 279 samples,77% samples were abnormal expression,and the sur-
vival rate of patients with abnormal expression of TP53 was significantly lower than that of normal expression of TP53. Besides, we found 288
TP53-related co-expressed gene. ( Spearman score and Pearson score >0. 3) The functions of these genes were mainly transcription regulation,
cell apoptosis,propagation and immune response. Gene regulatory network revealed that 43 microRNAs (i. g. ,has-miR-186-5p and has-miR-
202-3p) ,6 IncRNAs (e.g. ,MEG1,TUGI and MALAT!) and 56 ceRNAs (e. g. ,PHC2,FZD4 and TUB) could regulate TP53. Conclusion
We established TP53-related gene regulatory network and identified microRNA ,IncRNA and ceRNA that regulate TP53. The data generated
from this study could provide a new pointcut in research and treatment of head and neck squamous cell carcinoma.
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Clinical significance and expression of OPN and B7-H4 in serum of patients with epithelial ovarian cancer
LI Hua-qiang, GUO Chun-fang (Department of Pathology,People’ s Hospital of Chongqing Banan District, Chongqing 401320, China)

Abstract: Objective To observe the expression of osteopontin( OPN) and B7-H4 in epithelial ovarian cancer,and to explore the dif-
ferential diagnosis of benign and malignant value. Methods A total of 100 patients with epithelial ovarian cancer who were treated in our
hospital from February 2013 to December 2015 in were selected as the study subjects, 100 patients with benign ovarian tumor and 100 healthy
controls were selected as the control group. The differences of OPN,B7-H4 and tumor marker levels in different groups were observed ,and the
differences of OPN and B7-H4 levels in patients with different clinical pathological characteristics were compared. Results The positive ex-
pression rate of OPN and B7-H4 in epithelial ovarian cancer group was higher than that in ovarian benign tumor group and healthy control
group. The levels of CEA,CA15-3 and CA125 in serum of the three groups from high to low were epithelial ovarian cancer group,benign ovar-
ian tumor group and healthy control group,the differences were statistically significant( P <0.05). Stage III and IV, low differentiation ,lymph
node metastasis of epithelial ovarian cancer patients of OPN and B7-H4 expression rate was higher,and the difference was statistically signifi-
cant (P <0.05). The expression rate of OPN and B7-H4 in different age patients had no significant difference( P >0.05). Conclusion B7-
H4 and OPN are highly expressed in epithelial ovarian cancer,and the expression rate of OPN and B7-H4 is higher in the patients with low
differentiation and metastasis.
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