
regulated kinases (ERKs), act at the end of a terminal catalytic domain. It appem that '&e d e w t r a t i o n  that 
kinase d e  that is activated in response to the diveigmt -terminal domains of C & f K W ; ~ ~  fomn stamle cant- 

a variety of extradhkr signals via receptor the dual-sp~+&~ty phoqbmes determine pie%& with their come phospbatases 
tyrosine kinases (6) (see the figure, right the phcrsphaw' biidiig specificity for the suggem~ a tight coupling af acrivatm and 
panel). MEK (MAP or ERK kinase) is a dual- substrate kin-. indeed, PRA $Iso forms stable 
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on a threonine and a tyrosine residue in the ERK activity by associated phosphatass is vating kinase (PAK1) (12). From this work 
catalytic domain. Upon activation, ERK emphasized by genetic studies in Dro- comes an emerging theme m cell signaling:. 

(5). MAP kinase phasphatase-3 ( W - 3 )  
isuniquebecauseitishighly~ficforERK 
and does not inactivate the related stress-acti- 
vated protein kinares (SAF'Ks ore). MKP- 
3 gene expression is i n d d  as an immedi- 
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