.R&D Systems Recombinant Human CCL4/MIP-1B
* Tools for Cell Biology Research™ Catalog Number: 271-BME

DESCRIPTION

Source E. coli-derived
Ala24-Asn92 (major); Pro30-Asn92 (Minor)
Accession # P13236.1

N-terminal Sequence Ala24 (Major); Pro30 (Minor)

Analysis

Predicted Molecular 7.8 kDa & 7.3 kDa
Mass

SPECIFICATIONS

Activity Measured by its ability to chemoattract BaF3 mouse pro-B cells transfected with human CCR5.
The ED50 for this effect is typically 1-6 ng/mL.
Endotoxin Level <1.0 EU per 1 pg of the protein by the LAL method.
Purity >97%, by SDS-PAGE under reducing conditions and visualized by silver stain.
Formulation Lyophilized from a 0.2 pm filtered solution in Acetonitrile and TFA with BSA as a carrier protein. See Certificate of Analysis for details.
PREPARATION AND STORAGE
Reconstitution Reconstitute at 100 pg/mL in sterile PBS containing at least 0.1% human or bovine serum albumin.
Shipping The product is shipped at ambient temperature. Upon receipt, store it immediately at the temperature recommended below.

Stability & Storage Use a manual defrost freezer and avoid repeated freezethaw cycles.
® 12 months from date of receipt, -20 to -70 °C as supplied.
® 1 month, 2 to 8 °C under sterile conditions after reconstitution.
® 3 months, -20 to -70 °C under sterile conditions after reconstitution.

BACKGROUND

CCL4, also known as macrophage inflammatory protein 1 beta (MIP-1B) is a 7.8 kDa B chemokine that is secreted at sites of inflammation by activated leukocytes,
lymphocytes, vascular endothelial cells, and pulmonary smooth muscle cells (1, 2). CCL4 attracts a variety of immune cells to sites of microbial infection as well as
to other pathologic inflammation such as allergic asthma and ischemic myocardium (3 - 8). A CCL4 deficiency in mice promotes the development of autoantibodies,
possibly as a result of compromised regulatory T cell recruitment (6). CCL4 is secreted from activated monocytes as a heterodimer with CCL3/MIP-1a (9). The first
two N-+erminal amino acids can be cleaved from human CCL4 by CD26/DPPIV (10, 11). Both the full length and truncated forms exert biological activity through
CCRS5, and the truncated form additionally interacts with CCR1 and CCR2b (10). In humans, the ability of CCL4 to bind CCR5 inhibits the cellular entry of Mropic
HIV-1 which utilizes CCRS5 as a coreceptor (2). Both forms of CCL4 block HIV-1 infection of T cells by inducing the downregulation of CCR5 (10). Mature human
CCL4 shares 77% and 80% aa sequence identity with mouse and rat CCL4, respectively.
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