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APPLICATIONS

Six3 (93-200) is recommended for use as a Western blotting control for
sc-9126.

STORAGE

Store at -20° C; stable for one year from the date of shipment.

RESEARCH USE

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

BACKGROUND

The Six proteins (sine oculis) are a family of homeodomain transcription fac-
tors that share a conserved DNA binding domain. Six2, Six4 (AREC3) and
Six5 bind to the same DNA sequence, indicating that they may regulate the
same target genes. Six1 and Six4 are both capable of transactivating MEF3
site containing reporter genes, such as myogenin. It has been demonstrated
that alterations to homeobox-containing genes may result in cancer. Six1
expression has been shown to be absent or low in normal adult tissues,
although it is expressed in several tumor types, including breast carcinoma.
Six1 overexpression has been shown to abrogate the G2 cell cycle check-
point.

REFERENCES

1. Cillo, C. 1994. HOX genes in human cancers. Invasion Metastasis 14: 38-49.

2. Paules, R.S., Levedakou, E.N., Wilson, S.J., Innes, C.L., Rhodes, N., Tlsty,
T.D., Galloway, D.A., Donehower, L.A., Tainsky, M.A., and Kaufmann, W.K.
1995. Defective G2 checkpoint function in cells from individuals with
familial cancer syndromes. Cancer Res. 55: 1763-1773.

3. Kawakami, K., Ohto, H., Takizawa, T., and Saito, T. 1996. Identification and
expression of Six family genes in mouse retina. FEBS Lett. 393: 259-263.

4. Ford, H.L., Kabingu, E.N., Bump, E.A., Mutter, G.L., and Pardee, A.B. 1998.
Abrogation of the G2 cell cycle checkpoint associated with overexpression
of HSIX1: a possible mechanism of breast carcinogenesis. Proc. Natl.
Acad. Sci. USA 95: 12608-12613.

5. Spitz, F., Demignon, J., Porteu, A. Kahn, A., Concordet, J.P., Daegelen, D.
and Maire, P. 1998. Expression of myogenin during embryogenesis is
controlled by Six/sine oculis homeoproteins through a conserved MEF3
binding site. Proc. Natl. Acad. Sci. USA 95: 14220-14225.

6. Davey, S., Han, C.S., Ramer, S.A., Klassen, J.C., Jacobson, A., Eisenberger,
A., Hopkins, K.M., Lieberman, H.B., and Freyer, G.A. 1998. Fission yeast
Rad12+ regulates cell cycle checkpoint control and is homologous to the
Bloom’s syndrome disease gene. Mol. Cell. Biol. 18: 2721-2728.

7. Leppert, G.S., Yang, J.M., and Sundin, O.H. 1999. Sequence and location
of Six3, a homeobox gene expressed in the human eye. Ophthalmic Genet.
20: 7-21.

8. Pasquier, L., Dubourg, C., Blayau, M., Lazaro, L., Le Marec, B., David, V.,
Odent, S. 2000. A new mutation in the SIX-domain of SIX3 gene causes
holoprosencephaly. Eur. J. Hum. Genet. 8: 797-800.

SOURCE

Six3 (93-200) is expressed in E. coli as a 39 kDa tagged fusion protein corre-
sponding to amino acids 93-200 mapping within the carboxy terminal
domain of Six3 of human origin.

PRODUCT

Six3 (93-200) is purified from bacterial lysates (>98%) by glutathione
agarose chromatography and supplied as 10 µg in 0.1 ml SDS-PAGE loading
buffer.


