
Product Description 
InVivoMAb anti m VEGF receptor 2 

Clone: DC101 

Catalog#: BE0060 

 

Product 

 Endotoxin: <2.0 EU/mg 

 Formulation: PBS, pH 7 

 Sterile: 0.2 µm filtration 

 Purity: > 95% 

 Concentration is determined using an extinction coefficient equal to 1.33 

 Endotoxin level is determined using an LAL gel clotting test 

 Purity determined by SDS-PAGE. 

Storage 

Undiluted at 4C in the dark. 

Production 

Tissue culture 

Purification 

Protein G 

Isotype 

Rat IgG1 

Recommended Isotype Control 

 Product: HRPN 

 Catalog#: BE0088 

Murine Pathogen Test Results 

 Murine Pneumonia Virus: Negative 

 Mouse Hepatitis Virus: Negative 

 Mouse Minute Virus: Negative 

 Mouse Parvovirus: Negative 

 Sendai Virus: Negative 

 Murine Encephalomyelitis: Negative 
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Adaptive immune responses are characterized by substantial restructuring of secondary lymphoid 

organs. The molecular and cellular factors responsible for virus-induced lymphoid remodeling are 

not well known to date. Here we applied optical projection tomography, a mesoscopic imaging 

technique, for a global analysis of the entire 3-dimensional structure of mouse peripheral lymph 

nodes (PLNs), focusing on B-cell areas and high endothelial venule (HEV) networks. Structural 

homeostasis of PLNs was characterized by a strict correlation between total PLN volume, B-cell 

volume, B-cell follicle number, and HEV length. After infection with lymphocytic choriomeningitis 

virus, we observed a substantial, lymphotoxin (LT) β-receptor–dependent reorganization of the 

PLN microarchitecture, in which an initial B-cell influx was followed by 3-fold increases in PLN 
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that virus-induced PLN and HEV network remodeling required LTα1β2-expressing B cells, 

whereas the inhibition of vascular endothelial growth factor-A signaling pathways had no 

significant effect on PLN expansion. In summary, lymphocytic choriomeningitis virus-induced PLN 

growth depends on a vascular endothelial growth factor-A–independent, LT- and B cell–

dependent morphogenic pathway, as revealed by an in-depth mesoscopic analysis of the global 
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