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|[BACKGROUND | [CHROMOSOMAL LOCATION |

BAIAP2L1 (brain-specific angiogenesis inhibitor 1-associated protein 2-like 1), Genetic locus: BAIAP2L1 (human) mapping to 7¢21.3.
also known as IRTKS (insulin receptor tyrosine kinase substrate), is a widely
expressed, 511 amino acid protein with predominant expression in liver, tes- | PRODUCT |

tes, bladder, lung and heart. It contains one IMD (IRSp53/MTSS1 homology) BAIAP2L1 (h): 293T Lysate represents a lysate of human BAIAP2L1 transfected

domain, one SH3 domain and a C-terminal region that is similar to a WH2 do- 293T cells and is provided as 100 g protein in 200 I SDS-PAGE buffer.
main. Other proteins containing the IMD domain, such as IRSp53 and MTSST,

are known to participate in Actin filament bundling and induction of filopo- I APPLICATIONS |
dia-like protrusions. BAIAP2L1 is closely related to IRSp53 but, unlike the
filopodia-like protrusions caused by IRSp53, expression of BAIAP2L1 results
in short Actin clusters around the peripherary of the cell. Similar to IRSp53,

BAIAP2L1 (h): 293T Lysate is suitable as a Western Blotting positive control
for human reactive BAIAP2L1 antibodies. Recommended use: 10-20 ul per

BAIAP2L1 is a substrate for the Insulin receptor (insulin R) and undergoes lane.

tyrosine phosphorylation upon stimulation with Insulin. In addition, BAIAPZL1 Control 293T Lysate: sc-117752 is available as a Western Blotting negative
is capable of binding Rac via its N-terminal IMD domain. control lysate derived from non-transfected 293T cells.
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STORAGE

Store at -20° C. Repeated freezing and thawing should be minimized. Sample
vial should be boiled once prior to use. Non-hazardous. No MSDS required.
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