
IL-10R alpha Protein, Human (HEK293, His-Avi)

Cat. No.: HY-P78464

Synonyms: IL-10RA; IL10RA; IL10R; IL-10R1; IL-10R subunit 1; CDw210a; HIL-10R; IBD28; IL-10 R alpha

Species: Human

Source: HEK293

Accession: Q13651 (H22-N235)

Gene ID: 3587

Molecular Weight: 40-48 kDa

PROPERTIES

Biological Activity Immobilized Human IL-10 at 2 μg/mL (100 μL/Well) on the plate. Dose response curve for Human IL-10 R alpha His with the 
EC50 of 21.7-53.9 ng/mL determined by ELISA.

Appearance Lyophilized powder.

Formulation Lyophilized from a 0.22 μm filtered solution of PBS, pH 7.4. Normally 5% trehalose is added as protectant before 
lyophilization.

Endotoxin Level <1 EU/μg, determined by LAL method.

Reconsititution It is not recommended to reconstitute to a concentration less than 100 μg/mL in ddH2O.

Storage & Stability Stored at -20°C for 2 years. After reconstitution, it is stable at 4°C for 1 week or -20°C for longer (with carrier protein). It is 
recommended to freeze aliquots at -20°C or -80°C for extended storage.

Shipping Room temperature in continental US; may vary elsewhere.

DESCRIPTION

Background IL-10R alpha is a ligand-binding subunit of the type II cytokine receptor consisting of 2 alpha and 2 beta subunits and is 
expressed primarily in hematopoietic cells such as B cells, T cells, NK cells, monocytes and macrophages, but not in non-
hematopoietic cells such as fibroblasts or endothelial cells[1]. 
IL-10R alpha binds to the ligand and leads to a conformational change in the beta subunit, which results in the beta subunit 
also binding IL-10, forming a heterotetramer that leads to activation of the signalling complex of JAK1 and TYK2 kinases. In 
this case, JAK1 binds to the alpha subunit and TYK2 binds to the beta subunit, phosphorylating specific tyrosine residues in 
the intracellular structural domain of IL10R alpha. This further leads to phosphorylation and activation of the transcription 
factor STAT3, which dimerises STAT3 monomers into the nucleus and induces transcriptional expression of the target gene
[1]. 
IL-10R alpha is involved in suppressing inflammatory responses and Th 1 cell-mediated immune responses, and also 
regulates neutrophil functional responses. In addition, IL10R alpha-mediated activation of STAT3 also inhibits starvation-
induced autophagy[2]. 
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