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FANCA (D1L2Z) Rabbit mAb

RRID:AB_2798558
Type: Antibody

Proper Citation

(Cell Signaling Technology Cat# 14657, RRID:AB_2798558)

Antibody Information

URL.: http://antibodyregistry.org/AB 2798558

Proper Citation: (Cell Signaling Technology Cat# 14657, RRID:AB_2798558)
Target Antigen: FANCA

Host Organism: rabbit

Clonality: monoclonal

Comments: Applications: W, IP

Antibody Name: FANCA (D1L2Z) Rabbit mAb
Description: This monoclonal targets FANCA
Target Organism: h

Clone ID: Clone D1L2Z

Antibody ID: AB_2798558

Vendor: Cell Signaling Technology

Catalog Number: 14657

Record Creation Time: 20231110T032811+0000

Record Last Update: 20240725T063044+0000

Ratings and Alerts



https://scicrunch.org/scicrunch
https://scicrunch.org/scicrunch/data/record/nif-0000-07730-1/AB_2798558/resolver
http://antibodyregistry.org/AB_2798558

No rating or validation information has been found for FANCA (D1L2Z) Rabbit mAb.

No alerts have been found for FANCA (D1L2Z) Rabbit mAb.

Data and Source Information

Source: Antibody Registry

Usage and Citation Metrics
We found 4 mentions in open access literature.

Listed below are recent publications. The full list is available at FDI Lab - SciCrunch.org.

Harada N, et al. (2024) The splicing factor CCAR1 regulates the Fanconi anemia/BRCA
pathway. Molecular cell, 84(14), 2618.

Teresa BG, et al. (2024) Reversion from basal histone H4 hypoacetylation at the replication
fork increases DNA damage in FANCA deficient cells. PloS one, 19(5), e0298032.

McGrail DJ, et al. (2023) Widespread BRCA1/2-independent homologous recombination
defects are caused by alterations in RNA-binding proteins. Cell reports. Medicine, 4(11),
101255.

Cai MY, et al. (2020) Cooperation of the ATM and Fanconi Anemia/BRCA Pathways in
Double-Strand Break End Resection. Cell reports, 30(7), 2402.



https://scicrunch.org/scicrunch/about/sources/nif-0000-07730-1
https://scicrunch.org/scicrunch/data/record/nif-0000-07730-1/AB_2798558/resolver/mentions

