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GAP protein for RAS activity testing

. The RAS oncogene is one of the most important. It is
P rOt e I n S tO te St possible to test its enzymatic (GTPase) activity,
including its mutants such as K-RASG12V, G12D and
G12C. These genes are mutated in pancreatic, colon
0 n C 0 g e n e RAS and lung cancer. Testing molecules that influence
the GTPase activity of this protein requires the
. u simultaneous use of the GAP protein. Without it, the
m u t a ntS a Ct I V I ty GTPase activity of RAS is minimal. Our GAP protein
was tested in RASWT, RASG12V and G12D in vitro
analyses and showed adequate ability to increase
GTPase activity.

Mechanism of RAS GTPase activation
GAP enhances hydrolysis of GTP
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Influence of GAP proteins on GTPase activity '
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