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Analysis of GPR116 expression and function prediction in diffuse large B cell lymphoma based on data mining
CHENG Hui. Department of Pathology, Fujian Provincial Hospital » Fuzhou . Fujian 350001, China
[ Abstract]

mining. Methods Based on the expression profiles and clinical data of GPR116 in several internationally recognized databases,

Objective To analyze GPR116 expression and function prediction in diffuse large B cell lymphoma by data

we analyzed the expression of GPR116 and the relationship between clinicopathological parameters and survival prognosis. And
we further predicted the possible biological function by GO and KEGG analysis. Results Compared with the control, GPR116
expression in DLBCL was significantly up-regulated, which was related to the age, gender, tumor stage of DLBCL, and the pa-
tients with high GPR116 expressions had poor prognosis. GPR116 co-expressed genes were mainly involved in the process of ex-
tracellular structure, extracellular matrix composition, vascular regulation and matrix adhesion, and were significantly enriched
in multiple carcinogenic signaling pathways, focal adhesion, ECM-receptor interaction. Conclusion GPR116 plays a role of on-
cogene in DLBCL. which may be a reliable diagnosis and treatment target of DLBCL.

[Key words] GPR116; diffuse large B-cell lymphoma; bioinformatics; prognosis
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Value of lung biopsy combined with SCC, CEA and NSE in the diagnosis of lung cancer LI Tianlin, YU
Wei, CHEN Liang, LI Yuanpeng, HUANG Xinying ., XU Dongping » LIU Junan. Department of Respiratory, Xiamen
Changgeng Hospital Affiliated to Huaqiao University, Xiamen, Fujian 361028, China

[Abstract]  Objective To study the value of lung biopsy combined with SCC., CEA and NSE in the diagnosis of lung
cancer. Methods Ninety patients with lung cancer in our hospital from January 2016 to April 2020 were selected as the observa-
tion group, and 90 patients with pulmonary benign disease and 90 healthy persons were selected as benign group and control
group respectively. The serum levels of SCC, CEA and NSE in the three groups were compared, and the differences of the above
indexes in different pathological types and stages of the observation group were analyzed, and the value of lung biopsy and serum
three separate and combined detection in the diagnosis of lung cancer was analyzed. Results The serum levels of SCC, CEA and
NSE in the observation group were higher than those in the benign group or the control group (P<C0. 05) ; the serum SCC level
of patients with lung squamous cell carcinoma was significantly higher than that of lung adenocarcinoma and small cell lung canc-
er (P<C0.05); the serum NSE level of small cell lung cancer was significantly higher than that of lung adenocarcinoma and small
cell lung cancer (P<C0. 05); the serum CEA level of lung adenocarcinoma was significantly higher than that of lung squamous
cell carcinoma and small cell lung cancer (P<C0. 05). The positive rate of biopsy was 94. 64 % and the incidence of complications
was 25.56%. The sensitivity and specificity of biopsy combined with SCC, CEA and NSE were 95. 56 % and 100% , respective-
ly. Conclusion Lung biopsy has high positive rate and less complications in the diagnosis of peripheral lung cancer. Combined
detection of SCC, CEA and NSE can improve the sensitivity and specificity of diagnosis of lung cancer, and has high clinical val-
ue.

[Key words] lung biopsy; SCC; CEA; lung cancer; clinical value



