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HDL - C, mmol /L 1.04 +0.15%*# 1.26£0.25** 1.77 £0.36 59.32 0.000
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Research on the related genes and signal pathways

of diabetic nephropathy based on bioinformatics analysis
TAN Jing' ,LUAN Hai — yan® , ZHANG Hui — ming” ,WANG Lin' ,WANG Li — ming',
ZHENG Xiao — peng' ,SUN Luo' ,SHAN Hong — chao' , JIANG Zhi — hui’ ,XIN Hua'
(1. The First Affiliated Hospital of Jiamusi University, Jiamusi 154003, China;2. Jiamusi University Basic Medical College, Jiamusi 154007, China)
Abstract : Objective: To analyze the candidate genes involved in renal tubular epithelial cells ( HK —=2) and
their underlying mechanisms using bioinformatics methods. Method: The data came from the Gene Expression Om—
nibus database of NCBI, and the chip data numbered " GSE30122" and " GSE142153" were downloaded. In this
study, the GEO query package in R language was used to download the GEO chip matrix and clinical information,
and the program packages such as stringr, dplyr and limma were used to analyze the quality of the gene chip data.
Identify relevant differentially expressed genes, and then perform KEGG pathway enrichment analysis on these dif—
ferentially expressed genes. Results: Through differential analysis, a total of 251 differential genes were obtained,
including 174 up — regulated genes and 77 down — regulated genes. Conclusion: KEGG enrichment analysis of dif-
ferential genes, a total of 37 KEGG pathway enrichment results were obtained, and the pathogenesis was related to
Rheumatoid arthritis, Pertussis, NF —kappa B signaling pathway, Complement and coagulation cascades, Staphy-—
lococcus aureus infection signaling pathway, etc. The pathogenesis of diabetic nephropathy is caused by multiple
pathways, which also provides clinicians with its potential treatments.

Key words: renal tubular epithelial cells; biological information analysis; differentially expressed genes

( B3RS 17 51)
Relationship between serum Nov / CCN3, nesfatin — 1 levels

and insulin resistance in newly diagnosed T2DM patients
TAN Li — yan' ,NAN Xiao — li* , TAN Li — ping’ , ZHANG Qian — hui’ ,LU Zhi — ming" ,
CHEN Ke — yan' ,ZHANG Chao' ,ZHAO Ai — juan'
(1. Clinical Medical College of Jiamusi University, Jiamusi 154007 , China; 2. Rehabilitation Medical College of Jiamusi University, Jiamusi 154007,
China; 3. The Third Affiliated Hospital of Qigihar Medical College , Qigihar 161000 , China)

Abstract: Objective: To investigate the changes of serum Nov / CCN3 and nesfatin — 1 levels in newly diag—
nosed type 2 diabetes mellitus ( T2ZDM) and their relationship with insulin resistance, obesity and other metabolic
indexes. Method: a total of 30 newly diagnosed T2DM patients from the First Affiliated Hospital of Jiamusi Univer—
sity were randomly divided into T2DM obesity group ( 30 cases) and T2DM non obesity group ( 30 cases) . Healthy
subjects at the same time were randomly selected as healthy control group (30 cases) . The serum levels of Nov /
CCN3 and nesfatin — 1 were detected by ELISA. Results: the levels of body weight, body mass index ( BMI) , waist
circumference ( WC) , hip circumference ( HC) in T2DM obese group were higher than those in T2DM non obese
group and healthy control group ( P < 0.05) ; The levels of fasting blood glucose ( FPG) , fasting insulin ( fins) ,
glycosylated hemoglobin ( Hb Alc) , HOMA - IR, triglyceride ( TG) , cholesterol ( TC) , Nov / CCN3 and nesfatin
—1 were decreased in T2DM obese group, T2DM non obese group and healthy control group ( P < 0. 05) ; Pearson
and Spearman correlation analysis showed that Nov / CCN3 and nesfatin — 1 were correlated with body weight,
BMI, WHR, FPG, fins, Hb Alc, TG, TC, HOMA - IR and HOMA - B (P < 0.05); serum Nov / CCN3 was
positively correlated with nesfatin —=1 ( P < 0.05) . Conclusion: the serum levels of Nov / CCN3 and nesfatin — 1
are increased in newly diagnosed T2DM patients; Nov / CCN3 is positively correlated with nesfatin — 1; Nov /
CCN3 and nesfatin — 1 are positively correlated with BMI and HOMA - IR, suggesting that these two factors may be
closely related to the occurrence and development of type 2 diabetes and obesity.

Key words: type 2 diabetes mellitus; Nov / CCN3; Nesfatin — 1; obesity



