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Transcriptional regulation of NLRP12 expression during Toll-like Receptor 
signaling and myeloid cell differentiation

Nucleotide-binding  domain  leucine-rich  repeat  (NLR)  proteins  are 

characterized by the presence of a conserved nucleotide binding and oligomerization 

domain and located in  the intracellular  compartments.  Activation of  NLR proteins 

causes inflammatory responses mediated by NF-κB, MAPK, or caspase-1 activation 

[1]. Thus, understanding of NLR signaling is important for the therapeutic intervention 

of various inflammatory diseases.

NLRP12 (NLR family, pyrin domain containing 12) is an NLR protein which is 

expressed primarily by cells of the myeloid-monocytic lineage [2]. In contrast to most 

NLR proteins that promote inflammation, NLRP12 negatively regulates canonical and 

non-canonical NF-κB signaling [3].  During the PhD thesis, the modulation of NF-κB 

signaling is going to analyse in response to TLRs stimulation and during myeloid cell 

differentiation,  since  NF-κB  recruits  both  in  differentiation and inflammation 

processes. Furthermore, the relevance of NLRP12 in the regulation of NF-κB as well 

as the regulation of NLRP12 expression in the transcriptional level are mainly aimed 

to be defined in the PhD research.

In  the  project,  changes  in  the  expression  levels  of  CD14,  CD16,  CD11b, 

CD11a, CD18, CD1a, CD31, CD25, CD27, HLA-ABC, HLA-DR, IL-6, CD86, CD54, 

CD80, CD13, CD44, CD40 and CD56 are going to analyse in  human monocyte, 



macrophage and dendritic cell populations and cell lines in response to inflammatory 

or differentiating signals. 
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ImmunoTools IT-Box-139 for Sinem Tuncer include 100 antibodies

FITC -  conjugated anti-human CD1a,  CD3, CD4, CD5, CD6, CD7, CD8, CD14, CD15, CD16,  CD19, CD21, 
CD25, CD29, CD35, CD36, CD41a, CD42b, CD45, CD45RA, CD45RB, CD45RO, CD49d, CD53, CD57, CD61, 
CD63, CD80, CD86, HLA-DR, IL-6, Control-IgG1, Control-IgG2a, Control-IgG2b, Annexin V

PE - conjugated anti-human CD3, CD4, CD8, CD11b, CD15, CD14, CD18, CD19, CD20, CD21, CD22, CD31, 
CD33, CD38, CD40, CD45, CD45RB, CD50, CD52, CD56, CD58, CD62p, CD72, CD95, CD105, CD147, CD177, 
CD235a, HLA-ABC, IL-6, Control-IgG1, Control-IgG2a, Control-IgG2b, Annexin V

PE/Dy647 -tandem conjugated anti-human CD3, CD4, CD8, CD14, CD19, CD20, CD25, CD54

APC -conjugated anti-human CD2, CD3, CD4, CD8, CD10, CD11a, CD11c, CD14, CD16, CD27, CD37, CD42b, 
CD44, CD45, CD59, CD62L, CD69, CD71, IL-6, Control-IgG1, Control-IgG2a, Control-IgG2b, Annexin V

 DETAILS

https://www.google.com/search?hl=tr&client=firefox-a&hs=hmU&rls=org.mozilla:tr:official&sa=X&ei=lHFmUNncK4f6sgbZtoDgDg&ved=0CBoQBSgA&q=inflammatory&spell=1&biw=1252&bih=541
http://www.immunotools.de/html/itbox/data139.pdf

