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fasting insulin ( FINS) fasting plasma glucose ( FPG) levels of the two groups were analyzed. At the same time
the BMI level was divided into 4 intervals and the distribution characteristics of insulin and blood glucose in the
two groups under different intervals were compared. Then the variables with statistically significant differences were
selected for Logistic regression analysis. Results The FPG FINS and HOMAR indexes of the RSA group were
higher than those of the control group ( P <0.01) ; The detection rates of impaired fasting blood glucose ( IFG) and
insulin resistance ( IR) in the RSA group were higher than those in the control group ( P <0.05) . The occurrence
rate of abnormal BMI and glucose metabolism in the RSA group was higher than that in the control group ( P <
0.05) . The generation rate of abnormal glucose metabolism in overweight and obese patients in the RSA group was
higher than that in the control group ( P <0.05) ; the detection rate of IR in normal weight patients in the RSA
group was higher than that in the control group ( P <0.01) . Multivariate analysis showed that IR was a risk factor
for RSA. Conclusion The occurrence of RSA is related to IR and abnormal glucose metabolism. Overweight or
obese patients with RSA are more likely to have glucose metabolism disorders and attention should be paid to the
endocrine metabolism status of women with RSA of normal weight.
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Screening of differential genes of purine metabolic pathway in gastric

cancer and its relationship with prognosis
Wu Sihan' Xiang Lijuan’ Bao Chuyang® et al
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Dept of Oncology and Chemotherapy The First Hospital of University of Science and Technology of
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Abstract Objective To investigate the relationship between purine metabolism related genesand prognosis of pa—
tients with gastric cancer ( GC) . Methods Ninety-one gastric cancer tissue specimens and 30 paraneoplastic tissue
specimens were collected and the Kyoto Encyclopedia of Genes and Genomes ( KEGG) was used to enrich and an—
alyze key genes ( KGS) in purine metabolism—related pathways in gastric cancer and transcriptome sequencing was
used to screen differentially expressed genes ( DEGs) between gastric cancer tissues and paraneoplastic tissues and
a series of databases were used to overanalyze including Gene Expression Profiling Interactive Analysis ( GEPIA)
and Kaplan-Meier plotter to investigate the unique expression and prognostic value of DEGs in gastric cancer pa—
tients. Results Eightyfive genes were enriched in the purine metabolic pathway and differential gene analysis
was performed to identify 25 differentially expressed genes 15 up-regulated genes and 10 down-regulated genes.
Five differential genes were further found to be significantly associated with tumor stage in GC. Twenty genes were
detected to be closely associated with gastric cancer prognosis. Among them PDE8B and PDE9A were significantly
predictive of survival in GC patients with hazard rate ( HR) of 1. 87 and 1. 58. Conclusion Differential genes in
the purine metabolic pathway may be potential prognostic markers for gastric cancer which will provide a new di—
rection for the search of gastric cancer biomarkers.
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