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Product Information

Application WB, IHC-P
Primary Accession P20936
Reactivity Rat, Human, Mouse
Host Rabbit
Clonality Monoclonal Antibody
Isotype IgG
Conjugate Unconjugated
Purification Affinity Purified
Calculated MW 116403

Additional Information

Gene ID  5921

Other Names RASA1

Dilution WB~~1:1000 IHC-P~~N/A

Format Liquid in 50mM Tris-Glycine(pH 7.4), 0.15M NaCl, 40%Glycerol, 0.01% sodium
azide and 0.05% BSA.

Storage Store at 4°C short term. Aliquot and store at -20°C long term. Avoid
freeze/thaw cycles.

Protein Information

Name  RASA1 ( HGNC:9871)

Synonyms  GAP, RASA

Function  GTPase-activating protein (GAP) that stimulates the intrinsic GTPase activity
of Ras proteins, such as NRAS, facilitating their transition from the active
GTP-bound state to the inactive GDP-bound state, thereby terminating Ras
signaling.

Cellular Location  Cytoplasm.

Tissue Location In placental villi, detected only in the trophoblast layer (cytotrophoblast and
syncytiotrophoblast). Not detected in stromal, endothelial or Hofbauer cells
(at protein level)
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https://www.abcepta.com.cn
http://www.uniprot.org/uniprot/P20936
http://www.genenames.org/cgi-bin/gene_symbol_report?hgnc_id=9871


Background

The protein encoded by this gene is located in the cytoplasm and is part of the GAP1 family of
GTPase-activating proteins. The gene product stimulates the GTPase activity of normal RAS p21 but not its
oncogenic counterpart. Acting as a suppressor of RAS function, the protein enhances the weak intrinsic
GTPase activity of RAS proteins resulting in the inactive GDP-bound form of RAS, thereby allowing control of
cellular proliferation and differentiation. Mutations leading to changes in the binding sites of either protein
are associated with basal cell carcinomas. Mutations also have been associated with hereditary capillary
malformations (CM) with or without arteriovenous malformations (AVM) and Parkes Weber syndrome.
Alternative splicing results in two isoforms where the shorter isoform, lacking the N-terminal hydrophobic
region but retaining the same activity, appears to be abundantly expressed in placental but not adult tissues.
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