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heart weight/tibia length myocardial cell cross—sectional area myocardial fibrosis and ROS in myocardium were

significantly increased in IH group. Intervention with SAHA could significantly improve myocardial injury induced

by intermittent hypoxia and ROS increase. Conclusion

SAHA a histone deacetylase inhibitor can improve in—

termittent hypoxia-induced myocardial injury in mice by inhibiting oxidative stress.
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1 GC KEGG (g <0.05)
KEGG
q
hsa04 974 Protein digestion 31 0 PGAS/ATP1B3/COIAA1/PGA3/COL1A1/KCNQ1/COL3Al/
and absorption COL1A2/COL6A3/PGA4/COL5A2/COLI2A1/COIAA2/SLCTA9/
COL5A1/CPA2/SLC16A10/COL11A1/PRSS3/MEP1A/COLI8AL/
DPP4/SLC3A1/SLCOA3/MEP1B/ATP1A1/COL2A1/SLC6A19/
COL6A2/COL5A3/COLISA1
hsa04 512 ECM-receptor 31 0 COL4A1/THBS2/COL1A1/THBS4/COL3A1/COLIA2/COL6A3/
interaction LAMC2/SPP1/COL5A2/COLAA2/COMP/COLS AL /ITGB1/ITGBS /
COLIT1A1/ITGA2/ITGB8 /ITGAS /AGRN/FN1 /TNN/LAMC1/THBS1/
COL2A1/HMMR/COL6A2/ITGA11/COL5A3 /ITGB7 /LAMA4
hsa00 330 Arginine 21 0.003 CKMT2/GLUL/CKM/CPS1/NOS2/CKB/AOC1/AGMAT/GOT1/SMS/
And proline me— GAMT/ALDH4A1/P4HA3/ALDH1B1/0DC1/ACY1/ARG1/ASS1/
tabolism NAGS/CKMT1B/CKMT1A
hsa04 510 Focal adhesion 53 0.003 COLAA1/THBS2/COL1A1/THBS4/COL3A1/COL1A2/COL6A3/
LAMC2/SPP1/COL5A2/RAF1/COIAA2/COMP/COLSA1/ITGB1 /1T-
GB5/COL11A1/VAV3/PDGFB/ITGA2/ITGB8 /PGF/PDGFD/ITGAS /
PAK3 /PDGFRB/FN1/ELK1/TNN/RAC1/LAMCI1/THBS1/ACTN4/
COL2A1/ACTB/PRKCG/JUN/MYLI2B/S0S2/ACTN1/COL6A2/
SOS1/ITGA11/VAV2/FIGF/ZYX/VEGFC/COL5A3 /BRAF/CTNNBI /
SHC4 /ITGB7 /LAMA4
hsa04 975 Fat digestion and 18 0.005  LIPF/MOGAT3/JMJD7-PLA2G4AB/FABP2/FABP1/APOA4/AGPAT2/
absorption NPCIL1/PPAP2C/PLA2G2A/ABCG5 /PLA2G4A /PLA2G12A/
SLC27A4 /PLA2G1B/PLA2G12B/SCARB1 /DGAT2
hsa04 971 Gastric acid se— 24 0.009 CCKBR/SLC26A7/ATP1B3/HRH2/KCNJ10/KCNQ1/CALM2/
cretion SLC4A2/CHRM3/KCNE2/PRKACB/ATP4A/SSTR2/KCNJ16/
ATP4B/KCNK2/GNAI3/ATP1 A1/SLC9A4 /PLCB3/KCNJ15/ACTB/
PRKCG/ADCY3
up/down q log, fold change up/down q log, fold change
MOGAT3 up 0 4.356 PLA2G4A up 0.007 8 2.257
FABP2 up 0.000 1 4.117 SLC27 A4 up 0.014 2 0.843
FABPI1 up 0.001 0 3.724 PLA2GI2B up 0.030 4 2.857
APOA4 up 0.001 4 3.786 SCARBI up 0.034 8 0.919
AGPAT2 up 0.003 2 1.516 DGAT2 up 0.0352 0.997
NPC1L1 up 0.003 5 2.880 LIPF down 0 —-7.049
PPAP2C up 0.004 4 1.296 JMJD7-PLA2G4B down 0 -1.056
PLA2G2A up 0.006 9 3.440 PLA2GI2A down 0.010 4 -0.802
ABCG5 up 0.007 2 2.674 PLA2G1B down 0.020 8 -2.383
3
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Transcriptomics high-throughput analysis of gene expression

in lipid metabolic pathways in gastric cancer
Xiang Lijuan' Wang Shengyi® Bao Chuyang' et al
(' Dept of Oncology *Dept of General Surgery The First Affiliated
Hospital of Anhui Medical University Hefei 230022)

Abstract Objective To investigate the gene expression of gastric cancer ( GC) lipid metabolism ( LM) path—
ways. Methods Transcriptome sequencing was used to screen the differentially expressed genes in 8 cases of gas—
tric cancer and 4 cases of adjacent tissues and Kyoto Encyclopedia of Genes and Genomes( KEGG) enrichment a—
nalysis was performed to explore the key genes in lipid metabolism related pathways in gastric cancer. Results
High-throughput sequencing obtained 3198 differentially expressed genes with a length greater than 200 bp. KEGG
enrichment analysis found six significantly enriched metabolic pathways of which nine genes ( MOGAT3 FABP2
FABP1 APOA4 NPCIL1 PLA2G2A ABCG5 PLA2G4A PLA2GI12B) were significantly up-regulated in fat
digestion and absorption metabolic pathway and 2 genes ( LIPF PLA2G1B) was significantly downregulated.
Conclusion Abnormal expression of key genes in GC lipid metabolism provides clues to the diagnosis markers of
gastric cancer.
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