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Anti-MRC1 antibody produced in rabbit

RRID:AB_1846270
Type: Antibody

Proper Citation

Sigma-Aldrich Cat# HPA004114, RRID:AB_1846270

Antibody Information

URL: http://antibodyregistry.org/AB 1846270

Proper Citation: Sigma-Aldrich Cat# HPA004114, RRID:AB_1846270
Target Antigen: Human MRC1

Host Organism: rabbit

Clonality: unknown

Comments: Vendor recommendations: Immunohistochemistry; Other; Western Blot;
Immunoblotting, Immunohistochemistry (formalin-fixed, paraffin-embedded sections),
Protein Array

Antibody Name: Anti-MRC1 antibody produced in rabbit
Description: This unknown targets Human MRC1
Target Organism: human

Antibody ID: AB_1846270

Vendor: Sigma-Aldrich

Catalog Number: HPA004114

Record Creation Time: 20231110T051820+0000

Record Last Update: 20260831T233656+0000

Ratings and Alerts



https://dknet.org
https://dknet.org/data/record/nif-0000-07730-1/RRID:AB_1846270/resolver
http://antibodyregistry.org/AB_1846270

¢ Antibody validation available from The Human Protein Atlas - Human Protein Atlas
https://www.proteinatlas.org/search/HPA004114

No alerts have been found for Anti-MRC1 antibody produced in rabbit.

Data and Source Information

Source: Antibody Registry

Usage and Citation Metrics
We found 3 mentions in open access literature.
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