From : diann e@aol.com

Date : Tue, 23 Aug 2005 09 :56 :17 EDT
Sub ject: CA PRl and NF2

To: smg8@colum bia.e du

Dear Dr. Greenberg,

As | read more and more about NF2, and Rac, Ras and Cdc42, it would seem CAPRI
would have some role in NF2. What are your thoughts about that? Could you email me
your article on CAPRI? | was only able to access the abstract.

My son has NF2. He is half blind and half deaf and is fighting many more brain and
spinal tumors, which are progressing.

I've been following Pak inhibitors for NF2.
Please help me save my son.

Dianne
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