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WFFER R OMEEE (F30) : cGK D=7 & L CRE L 7= DAPK2 £ X OV PCTK3 2338 5 #ll
NN TS SASIERE OMAZ B E LT, LTFTOMEEZE7-, 1. cGK 112X 25V U E{LEAL TH
% Ser’ O#EHLL Y RS FAK DAPK2 S299D 1, BF AR R TR 2 {5 % - —BIEMENS LA L,
F7-. b FIE MCF7 MRIlZBWTEWT R h— AFEREEZ/R LT-, 2. DAPK2 OfEAH
F L LT 14-3-3 Z[FE L7, DAPK2 (% C K¥ii 369 % H Thr ® U gk LT 14-3-3 L HES
L.14-3-312 & o TIEMEDLE S iz, 3. PCTK3 DiEME(LIAF & L T eyclin A Z[77E L 7=, cyclin
A3 TCDK2 EFEATHDIZR LT, PCTK3 EidMinEIZ B W THA LT,

WFFERCR OB (330) -

1. cGK I phosphorylated DAPK2 at Ser®®, Ser*®” and Ser*®. A phospho-mimic mutant DAPK2 $299D
significantly enhanced its kinase activity, while a S367D/S368D mutant did not. Furthermore,
overexpression of DAPK2 S299D resulted in a significant increase in apoptosis of human breast cancer
MCF7 cells, compared with that of wild type.

2. 14-3-3s were identified as DAPK2-interacting proteins. DAPK2 interacted with 14-3-3s via
phosphorylation of Thr*® at its C-terminus, and its kinase activity was inhibited by 14-3-3s.

3. Cyclin A was identified as an activator of PCTK3. CDK2 is complexed with cyclin A in the nucleus,
while PCTKS3 interacted with cyclin A in the cytoplasm.
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