

  





















    
  
  
  
    
  
    
      
      
        Toggle Navigation
        
        
        
      
  
              
            
        
      
      
        /

        Default Site 
        

        	Change Site
	
	Default Site


      

    


          




  
    
    
    
        
  
      
    
      
      
        
        Search
      

      
        
        Toggle Dropdown
      
      	Advanced Search
	Expert Search


    
    
  



    
    	
                  

  Sign In
  
    
    Toggle Dropdown
  
  	
	Help
	Search History
	Clear Session




              



    

      	
          Browse 
          	Entire Repository  
	Recent Additions
	
	Communities & Collections
	
	By Title
	By Creator
	By Subject
	By Type
	
	Most Accessed Papers
	Most Accessed Items
	Most Accessed Authors


        
	Quick Collection  



              
  

  Sign In
  
    
    Toggle Dropdown
  
  	
	Help
	Search History
	Clear Session






      
    

  





    
    
        
      



  
    
              Showing items 1 - 6 of 6
          


        

      Your selections:

      	
          Kelly, Jason 
        
	
          Adobe Acrobat PDF 
        



    

        
  



    

    
        
      


                            









  
          Creator
  

  
      
                      2Anesi, Jack
            
      
                      2Berzins, Stuart
            
      
                      2Charchar, Fadi
            
      
                      2Kannourakis, George
            
      
                      2Nguyen, Dinh
            
      
                      2Wang, Yutang
            
      
                      1Ahmady, Fahima
            
      
                      1Ahmed, Nuzhat
            
      
                      1Ala-Korpela, Mika
            
      
                      1Alramahi, Ahmed
            
      
              
                  1Bell, James
                    
      
              
                  1Booth, Scott
                    
      
              
                  1Burrell, Louise
                    
      
              
                  1Byars, Sean
                    
      
              
                  1Chai, Zhonglin
                    
      
              
                  1Chu, Simon
                    
      
              
                  1Curl, Claire
                    
      
              
                  1Delbridge, Lea
                    
      
              
                  1Denton, Kate
                    
      
          
        
           Show More
        

        
           Show Less
        

      
      



              









  
          Subject
  

  
      
                      2MAIT cells
            
      
                      10304 Medicinal and Biomolecular Chemistry
            
      
                      10306 Physical Chemistry (Incl. Structural)
            
      
                      11102 Cardiorespiratory Medicine and Haematology
            
      
                      11107 Immunology
            
      
                      11108 Medical Microbiology
            
      
                      11115 Pharmacology and Pharmaceutical Sciences
            
      
                      13101 Biochemistry and cell biology
            
      
                      13107 Microbiology
            
      
                      13211 Oncology and carcinogenesis
            
      
              
                  13404 Medicinal and biomolecular chemistry
                    
      
              
                  1Atherosclerosis
                    
      
              
                  1C-reactive protein
                    
      
              
                  1CRISPR/Cas-9
                    
      
              
                  1Cell migration
                    
      
              
                  1Colorectal Cancer
                    
      
              
                  1Colorectal cancer
                    
      
              
                  1Concentric hypertrophy
                    
      
              
                  1Cytotoxicity
                    
      
              
                  1Gene coexpression networks
                    
      
          
        
           Show More
        

        
           Show Less
        

      
      



                      









  
        Resource Type
  

  
      
                      5Journal article
            
      
                      1PhD
            
      
                      1Review
            
      
                      1Thesis
            
      
      



    

    

    
    

      


  





          



  
    
      
        
          
          Toggle facets
        

        Facets
      


      
                                                                









  
          Creator
  

  
      
                      2Anesi, Jack
            
      
                      2Berzins, Stuart
            
      
                      2Charchar, Fadi
            
      
                      2Kannourakis, George
            
      
                      2Nguyen, Dinh
            
      
                      2Wang, Yutang
            
      
                      1Ahmady, Fahima
            
      
                      1Ahmed, Nuzhat
            
      
                      1Ala-Korpela, Mika
            
      
                      1Alramahi, Ahmed
            
      
              
                  1Bell, James
                    
      
              
                  1Booth, Scott
                    
      
              
                  1Burrell, Louise
                    
      
              
                  1Byars, Sean
                    
      
              
                  1Chai, Zhonglin
                    
      
              
                  1Chu, Simon
                    
      
              
                  1Curl, Claire
                    
      
              
                  1Delbridge, Lea
                    
      
              
                  1Denton, Kate
                    
      
          
        
           Show More
        

        
           Show Less
        

      
      



                          









  
          Subject
  

  
      
                      2MAIT cells
            
      
                      10304 Medicinal and Biomolecular Chemistry
            
      
                      10306 Physical Chemistry (Incl. Structural)
            
      
                      11102 Cardiorespiratory Medicine and Haematology
            
      
                      11107 Immunology
            
      
                      11108 Medical Microbiology
            
      
                      11115 Pharmacology and Pharmaceutical Sciences
            
      
                      13101 Biochemistry and cell biology
            
      
                      13107 Microbiology
            
      
                      13211 Oncology and carcinogenesis
            
      
              
                  13404 Medicinal and biomolecular chemistry
                    
      
              
                  1Atherosclerosis
                    
      
              
                  1C-reactive protein
                    
      
              
                  1CRISPR/Cas-9
                    
      
              
                  1Cell migration
                    
      
              
                  1Colorectal Cancer
                    
      
              
                  1Colorectal cancer
                    
      
              
                  1Concentric hypertrophy
                    
      
              
                  1Cytotoxicity
                    
      
              
                  1Gene coexpression networks
                    
      
          
        
           Show More
        

        
           Show Less
        

      
      



                                              









  
        Resource Type
  

  
      
                      5Journal article
            
      
                      1PhD
            
      
                      1Review
            
      
                      1Thesis
            
      
      



                


    


  







  
    
      
  
                        
        
                  
            Add All Items to Quick Collection
            
          
              


      
        
        
          





      
  Sorted by Date 
  	Title
	Creator
	Date


  





        
      
      
  


        

        
        
         
                              
          

        

        
      

    

  


      

  
          


  

    
    
      












    

    
      
    

    
      Quick View
    

  

  
  
  
              
                        
                                                                                                
                                    
                        
                                                
                        
                                    
                        
                       
      			
				

				

			

	  		
                  				            									                                        
      
   
        
            
      Experimental and human evidence for Lipocalin-2 (Neutrophil Gelatinase-Associated Lipocalin NGAL ) in the development of cardiac hypertrophy and heart failure
      
          


      
      -
              Marques, Francine,               Prestes, Priscilla,               Byars, Sean,               Ritchie, Scott,               Wurtz, Peter,               Patel, Sheila,               Booth, Scott,               Rana, Indrajeetsinh,               Minoda, Yosuke,               Berzins, Stuart,               Curl, Claire,               Bell, James,               Wai, Bryan,               Srivastava, Piyush,               Kangas, Antti,               Soininen, Pasi,               Ruohonen, Saku,               Kahonen, Mika,               Lehtimaki, Terho,               Raitoharju, Emma,               Havulinna, Aki,               Perola, Markus,               Raitakari, Olli,               Salomaa, Veikko,               Ala-Korpela, Mika,               Kettunen, Johannes,               McGlynn, Maree,               Kelly, Jason,               Wlodek, Mary,               Lewandowski, Paul,               Delbridge, Lea,               Burrell, Louise,               Inouye, Michael,               Harrap, Stephen,               Charchar, Fadi          

    
        


    
      
    


    
        
      

                






      
	      Authors:
              
    
        
                        Marques, Francine
      ,                       
    
        
                        Prestes, Priscilla
      ,                       
    
        
                        Byars, Sean
      ,                       
    
        
                        Ritchie, Scott
      ,                       
    
        
                        Wurtz, Peter
      ,                       
    
        
                        Patel, Sheila
      ,                       
    
        
                        Booth, Scott
      ,                       
    
        
                        Rana, Indrajeetsinh
      ,                       
    
        
                        Minoda, Yosuke
      ,                       
    
        
                        Berzins, Stuart
      ,                       
    
        
                        Curl, Claire
      ,                       
    
        
                        Bell, James
      ,                       
    
        
                        Wai, Bryan
      ,                       
    
        
                        Srivastava, Piyush
      ,                       
    
        
                        Kangas, Antti
      ,                       
    
        
                        Soininen, Pasi
      ,                       
    
        
                        Ruohonen, Saku
      ,                       
    
        
                        Kahonen, Mika
      ,                       
    
        
                        Lehtimaki, Terho
      ,                       
    
        
                        Raitoharju, Emma
      ,                       
    
        
                        Havulinna, Aki
      ,                       
    
        
                        Perola, Markus
      ,                       
    
        
                        Raitakari, Olli
      ,                       
    
        
                        Salomaa, Veikko
      ,                       
    
        
                        Ala-Korpela, Mika
      ,                       
    
        
                        Kettunen, Johannes
      ,                       
    
        
                        McGlynn, Maree
      ,                       
    
        
                        Kelly, Jason
      ,                       
    
        
                        Wlodek, Mary
      ,                       
    
        
                        Lewandowski, Paul
      ,                       
    
        
                        Delbridge, Lea
      ,                       
    
        
                        Burrell, Louise
      ,                       
    
        
                        Inouye, Michael
      ,                       
    
        
                        Harrap, Stephen
      ,                       
    
        
                        Charchar, Fadi
                        
	      Date:
                          2017
                        
	      Type:
                          Text
      ,                                   Journal article
                        
	      Relation:
      
                        Journal of the American Heart Association Vol. 6, no. 6 (2017), p. 1-58
                    
	      Relation:
      
                        http://purl.org/au-research/grants/nhmrc/1034371
                    
	      Full Text:
                                
                        
	      Reviewed:
                                
                        
	      Description:
                  Background-Cardiac hypertrophy increases the risk of developing heart failure and cardiovascular death. The neutrophil inflammatory protein, lipocalin-2 (LCN2/NGAL), is elevated in certain forms of cardiac hypertrophy and acute heart failure. However, a specific role for LCN2 in predisposition and etiology of hypertrophy and the relevant genetic determinants are unclear. Here, we defined the role of LCN2 in concentric cardiac hypertrophy in terms of pathophysiology, inflammatory expression networks, and genomic determinants. Methods and Results-We used 3 experimental models: a polygenic model of cardiac hypertrophy and heart failure, a model of intrauterine growth restriction and Lcn2-knockout mouse; cultured cardiomyocytes; and 2 human cohorts: 114 type 2 diabetes mellitus patients and 2064 healthy subjects of the YFS (Young Finns Study). In hypertrophic heart rats, cardiac and circulating Lcn2 was significantly overexpressed before, during, and after development of cardiac hypertrophy and heart failure. Lcn2 expression was increased in hypertrophic hearts in a model of intrauterine growth restriction, whereas Lcn2-knockout mice had smaller hearts. In cultured cardiomyocytes, Lcn2 activated molecular hypertrophic pathways and increased cell size, but reduced proliferation and cell numbers. Increased LCN2 was associated with cardiac hypertrophy and diastolic dysfunction in diabetes mellitus. In the YFS, LCN2 expression was associated with body mass index and cardiac mass and with levels of inflammatory markers. The single-nucleotide polymorphism, rs13297295, located near LCN2 defined a significant cis-eQTL for LCN2 expression. Conclusions-Direct effects of LCN2 on cardiomyocyte size and number and the consistent associations in experimental and human analyses reveal a central role for LCN2 in the ontogeny of cardiac hypertrophy and heart failure.
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                  MAIT cells are MR1-restricted T cells that are well-known for their anti-microbial properties, but they have recently been associated with different forms of cancer. Several studies have reported activated MAIT cells within the microenvironment of colorectal tumors, but there is conjecture about the nature of their response and whether they are contributing to anti-tumor immunity, or to the progression of the disease. We have reviewed the current state of knowledge about the role of MAIT cells in colorectal cancer, including their likely influence when activated and potential sources of stimulation in the tumor microenvironment. The prospects for MAIT cells being used in clinical settings as biomarkers or as targets of new immunotherapies designed to harness their function are discussed. © Copyright © 2020 Berzins, Wallace, Kannourakis and Kelly.
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                  The 3-(4,5-dimethylthiazol-2-yl)-5-(3-carboxymethoxyphenyl)-2-(4-sulfophenyl)-2H-tetrazolium (MTS) assay is one of the most commonly used tests of cell proliferation. Hydralazine has been reported to interfere with the performance of the MTS assay when used on adherent cells. This study aimed to investigate whether hydralazine interferes with the performance of the MTS assay on suspended cells. THP-1 (a monocytic leukemia cell line) cells were cultured in the presence or absence of hydralazine (0, 10, 50, 100, and 500 μM) for 2 or 24 h. Cell numbers were analyzed using the MTS, trypan blue exclusion, or microscopic assays. A modified version of the standard MTS assay was established by centrifuging the cells and replacing the test medium with fresh culture medium immediately before the addition of the MTS reagent. Culture of THP-1 cells with hydralazine at concentrations of 50, 100, and 500 μM for 2 h increased absorbance (p < 0.001) in the standard MTS assay, whereas both the trypan blue exclusion assay and microscopy suggested no change in cell numbers. Culture of THP-1 cells with 100 and 500 μm hydralazine for 24 h increased absorbance (p < 0.05) in the standard MTS assay; however, trypan blue exclusion and microscopy suggested a decrease in cell numbers. In a cell-free system, hydralazine (100 and 500 μM) increased absorbance in a time- and concentration-dependent manner. The modified MTS assay produced results consistent with trypan blue exclusion and microscopy using THP-1 cells. In addition, the modified MTS assay produced reliable results when K562 and Jurkat cells were incubated with hydralazine or β-mercaptoethanol (βME). In conclusion, a simple modification of the standard MTS assay overcame the interference of hydralazine and βME when assessing suspended cells. © Copyright 2021, Mary Ann Liebert, Inc., publishers 2021. *Please note that there are multiple authors for this article therefore only the name of the Federation University Australia affiliates “Yutang Wang, Dinh Nguyen, Jack Anesi, Jason Kelly, Fahima Ahmady, Fadi Charchar" is provided in this record**
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                  Mucosal associated invariant T cells (MAIT cells) are MR1-restricted T cells that regulate the local immune milieu with cytotoxic and cytokine responses. MAIT cells are well-known for their antimicrobial properties but are also of interest in mucosal cancers, such as colorectal cancer (CRC) and lung cancer (LC). These cancers arise in tissues that provide a barrier to the gut-resident microbiota that can potentially stimulate MAIT cells. Previous studies established that MAIT cells are present within CRC tissues, but there has been contradictory evidence about their significance within these tumour tissues. For example, their cytokine response may promote tumour elimination; however, the high frequencies of MAIT cells within CRC correlate with poor prognostic outcomes, suggesting they may be detrimental in these cancers. Despite the interest in MAIT cells within these tumours, little is known about their location, activation status and cytokine potential within the neoplastic tissue. Chapter 1 of this project investigated human circulating MAIT cells in both CRC and LC patients, finding a significant reduction in the frequency of circulating MAIT cells in the LC patient cohort. We also investigated the frequency and location of MAIT cells within non-cancerous colorectal tissues, identifying that MAIT cells are frequent in the sub-epithelial dome of gut-associated lymphoid tissue (GALT). In contrast, MAIT cells are frequent in the inflammatory response at the tumour margin in CRC tissues. Chapter 2 of this project investigated MAIT cell activation within the CRC tumour environment, with CD25 analysis identifying that MAIT cells appeared to be selectively activated within CRC tissue. We then sought to identify which cells within CRC tissue can present the cognate MAIT cell antigen, finding that CRC cells can take up soluble antigen, upregulate MR1 to the cell surface, and activate MAIT cells. However, these experiments identified a yet to be characterised soluble product secreted by CRC cells that appears to suppress MAIT cell TNF expression after encountering antigen. Chapter 3 of this project investigated MAIT cell responses after chronic (> 2 weeks) stimulation via TCR signalling, a condition likely to be found in both CRC tissue and pre-cancerous lesions, as these lesions are associated with mucosal barrier defects that allow microbes within the gut lumen to transit the barrier. These investigations found a novel, mixed Th1/Th2 cytokine response that included prodigious IL-13 expression. We found that the IL-13 produced by chronically stimulated MAIT cells was sufficient to signal to CRC cells and induce CRC cell transcriptional changes via the STAT6 pathway. Collectively, the findings of our study have provided new insights about the significance of MAIT cells in CRC and highlighted them as a potential target for immunotherapies to improve anti-tumour immunity in mucosal tissues.
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