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scription factor-6( ATF6) cAMP—esponse element binding protein( CREB) CREB-regulated transcription coacti—
vator2( CRTC2)  double-stranded RNA-dependent protein kinase-ike ER kinase( PERK) eukaryotic initiation
factor 2ai( elF2a)  protein kinase B( AKT)  phosphoenolpyruvate carboxykinase( PEPCK)  glucose-6-phosphat—
ase( G6Pase) mRNA were measured at baseline week 8 and week 12. Results There was no significant differ—
ence in each observation index between the two groups at baseline; at 8 weeks the levels of FBG FINS and the
mRNA levels of IREla XBPls ATF6 PERK elF2a PEPCK and G6Pase in the CIH group were higher than
those in the NC group ( P <0.05) while the mRNA levels of CREB CRTC2 and AKT were lower than those in
the NC group ( P <0.05) ; at 12 weeks there was no significant difference in each observation index between the
two groups. Pearson correlation analysis showed( 8th week of intermittent hypoxia group) : homeostasis model as—
sessment-insulin resistance( HOMA-R) was positively correlated with FoxOl CREB CRTC2 and PERK elF2a
mRNA levels (r=0.172 0.595 0. 183 0.702 0.608; P <0.05) while it was negatively correlated with IREl1«
XBPls ATF6 AKT mRNA levels (r=-0.422 -0.327 -0.309 -0.399; P<0.05). Conclusion Inter—
mittent hypoxia can lead to insulin resistance and endoplasmic reticulum stress may mediate this effect.
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The analysis of TMODI1 interacting proteins

associated with macrophage migration
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Abstract Objective To analyze interacting proteins of tropomodulinl( TMOD1) in Raw264.7 mouse monocyte
macrophage line by mass spectrometry and GeneCards database. Methods Immunoprecipitation combined with
mass spectrometry was used to find interacting proteins of TMODI after overexpress TMODI1 in Raw264. 7 cells.

GeneCards database was used to search for known genes for macrophage migration. Bioinformatics & Systems Biolo—
gy was used to analyze correlation between known targets and mass spectrometry proteins to find common differenti—
ally expressed proteins( CO-DEPs) . WoLF PSORT was used to predict subcellular localization of CO-DEPs. Egg—
NOG databasewas used to analyze eukaryotic orthologous group( KOG) of CO-DEPs. DAVID database was used to
analyze gene ontology( GO) enrichment kyoto encyclopedia of genes and genomes( KEGG) pathway of CO-DEPs.

String database was used to analyze protein interaction network and CytoScape software drawing. Results There
were 41 CO-DEPs in mass spectrometry and GeneCards database. Subcellular localization of CO-DEPs was mainly
distributed in cytoplasm nucleus and mitochondria. KOG notes were mainly O: post-iranslational modification Z:

cytoskeleton and J: translation. GO enrichment found that CO-DEPs was mainly involved in poly ( A) RNA bind-
ing protein folding and focal adhesion. KEGG was mainly enriched in arrhythmogenic right ventricular cardiomyop—
athy ( ARVC) and tight junction. ACTB was a protein with large protein interaction. Conclusion The proteins in—
teracting with TMOD1 in macrophages mainly include myosin heavy chain9 ( MYH9) a-actinin 1 ( ACTN1) and
B-actin ( ACTB) etc suggesting that TMODI is related to macrophages migrate.
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