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Abstract ; Invasion and metastasis of malignant tumor was a major difficulty to cancer treatment.
WAVE3 may increase cancer invasion and metastasis by promoting the formation of lamellipo-
dia and mediating the reorganization of actin-cytoskeleton. In this article,the mechanism of
WAVE3 on cancer invasion and metastasis and the correlatian of WAVE3 to cancer are re-

viewed.
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cott-Aldrich syndrome, WAS), iXJ&—Fp X & 85 &
PG RE BB 25 A A HLARAE M R BN | i /N 2D
Yo Bk B S22 . B R BOW Bk RE AL 7E Xpl11.22 |,
ItT 1994 4F 1 Derry 5/ SO REH AR 73 8 ik | A
20 WASP 5K, HETIFFRERY], WAS SEE R 5
WASP JEH 287284 ¢

WASP JE K 4% i) WASP 2 112 Rho GTP i
eI — AR, EES5HEANRAS XA
JibL B 2R R 2 A R R AR A A A RS BR
T WASP # H , WASP 5 J i A 45 b 28 20 ZUR IR 1Y
N-WASP, WASP Z 14 & & ifi W2 [A) J5 45 1 1(WASP
family verprolinhomologous proteinl, WAVEI) \WASP
FNE w5 I 2R AR 2 1 2(WAVE2) DL Ko WASP %
T B I R TR R 2R 1 3(WAVE3), B TTAR 48 7]
G546 1) AN TR SUAE R 53 o0 B AN S R % . WASP T 52 %
(WASP NWASP) #1 WAVE ¥ % J% (WAVEL,
WAVE2 WAVE3), B FRELAHEERME,
WASP F2RIE T RS ,NWASP F 2Kk THf
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