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BACKGROUND

Cell cycle progression is subject to arrest at the mitotic spindle assembly 
checkpoint in response to incorrect spindle fiber assembly. MAD2 (for mitotic 
arrest-deficient) is a component of the mitotic spindle checkpoint. Cells with 
mutated MAD2 do not undergo mitotic arrest in response to incorrect spindle 
fiber assembly, which results in missegregation and eventual cell death. A 
breast carcinoma cell line with reduced MAD2 expression, T47D, was shown 
to complete mitosis in the presence of nocodazole, an inhibitor of mitotic spin-
dle assembly. MAD2 is localized to unattached kinetochores during prometa- 
phase and disassociates upon spindle fiber attachment, indicating that MAD2 
regulates kinetochore binding to the spindle fibers. Human MAD2 has also 
been shown to associate with Insulin receptor (IR), but not IGFIR, implicating 
MAD2 as a mediator for IR-specific signaling. MAD2B, a MAD2 homolog, is 
required for the execution of the mitotic checkpoint monitoring the kineto-
chore-spindle attachment process and if the process is not complete, MAD2B 
delays the onset of anaphase.
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CHROMOSOMAL LOCATION 

Genetic locus: MAD2L1 (human) mapping to 4q27.

PRODUCT

MAD2 (h): 293T Lysate represents a lysate of human MAD2 transfected 
293T cells and is provided as 100 µg protein in 200 µl SDS-PAGE buffer. 

APPLICATIONS

MAD2 (h): 293T Lysate is suitable as a Western Blotting positive control for 
human reactive MAD2 antibodies. Recommended use: 10-20 µl per lane.

Control 293T Lysate: sc-117752 is available as a Western Blotting negative 
control lysate derived from non-transfected 293T cells.

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.

RESEARCH USE

For research use only, not for use in diagnostic procedures.

PROTOCOLS 

See our web site at www.scbt.com for detailed protocols and support 
products.


