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Gabz2 scaffolding protein as a new therapeutic target in cancer
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Abstract: Adaptor or scaffolding proteins mediate protein-protein interactions that drive the formation of protein complexes. Gab2

scaffolding protein is an intermediary molecule that links plasma membrane receptor signaling including receptor tyrosine kinases with
the downstream effectors such as SHP2, p85 subunit of PI3K, PLCy, CRK, SHC, and SHIP. Although well described in signal
transduction, the role of Gab2 scaffolding protein in cancer has recently been emerging especially in leukemia, breast and ovarian

cancer, and melanoma. Gab2 is essential for mediating the two major signal transduction pathways in cancer, the PI3K-AKT and ERK

signaling pathways. This review focuses on the structure and function of Gab2, its regulatory proteins, emerging role in cancer, and

potential as a therapeutic target.
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RAS/RAF/MEK/ERK. PI3K/AKT, LK JAK/STAT
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NPM-ALK HI BCR-FGFR1 Jit Jii & 15 it ik
DL A A B0 I 5 40 i B Friend 5 2 51 1)
SF-STK Mo ik firh, Gab2 G2 zhaelesa,

LEGIAR L, N BCR-ABL /Ny Tl 5
B Je (Imatinib) J6J7 CML C4HUS BE 0. &
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5 A% B 22 TAIE T AE b n] BEAEAE S B RIM LA G
RAUESE, WFFTEM, GAB2 A7V r I 5 g KL o
PE, IO RIS HS 2 MsiE Rk A RS IAR
Ko DA, X Gab2 {55 i SALHI FhEAH OGP
(RRIE TR by SR AR RE PRI TS5 RV o 7 4 s B i
(PR o AL, Gab2 /N34l B I A oK 1k
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