C132- AR AR () TAR)2014 4 1 55 8 445 1 3] Chin J Clinicians(Electronic Edition),January 1,2014,Vol.8.No.1

Rac/PAK 15 5 1t B 55 YR 1) 50 3R S AR 45 H e b 1
Wt 5Tt i

WEN BT EE
[4#HZE] Rac MH TFWHEE N p21 G0 (PAK) BWREIEHRKIMZIHREMNE T, 5%

BRI R A RS IAHDG, PAK FZ I N s /& M X 1 p21 45638 (PBD) 4 LiFi#
4% Rac A EAF MM Rac/PAK {5 53l BR 0N, (L4 E R R (RA- SRS T Rk #4
BOER . BEETFIRN, SR Z 1UEHE R Rac/PAK 15538 B A AT LA 4 —FrFul B %
W &5 e R AR R At v 0L O ELRT BB S EL R IR T (R 2L R, X LR Rac/PAK {5
I T B AT SR TR SR

[X%2iM]1 Rac;  p2l iWfLiAESS; MR (S90llk:  ZiEWiiE
Relationship between Rac/PAK signaling pathway and neoplasms and its research progression in
colorectal cancer Yang Jianshu, Li Jianning, Xu Zhongfa. Department of Colorectal Cancer Surgery,
Shandong Cancer Hospital, Jinan 250117, China
Corresponding author: Xu Zhongfa, Email:xuzhongfa2216@sina.com.

[ Abstract] Rac and its downstream target proteins p-21 activated kinase (PAK) are multifunctional
effector which were discovered recently, have close connection with the occurrence and progression of
various neoplasms. Through p21-binding domain (PBD) which at N-terminal's regulate/adhesion area,
PAK interacts with the upstream regulator Rac so that Rac/PAK signaling pathway activation. It plays an
important role in the occurrence, development, invasion and metastasis of colorectal cancer. With the
deepening of the research, more and more evidence suggests that Rac/PAK signaling pathway can not only
be judged as a predictor for malignant progression and prognosis of colorectal cancer, but also become a

drug target for treatment of colorectal cancer, which have provided a broad prospect for application of
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Rac/PAK signal pathway in diagnosis and treatment of colorectal cancer.
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