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Recent advances on the molecular mechanism of nm23-H1-regulated

invasion and metastasis of tumors

YE Su-juan, ZHU Wen*
(State Key Laboratory of Biotherapy, West China Hospital, Sichuan University, Chengdu 610041, China)

Abstract: Invasion and metastasis are not only the important traits of malignant tumors, but also the leading cause
of failure to treatment for patients and their death. Many researches have shown that nm23 gene family has
correlation to the genesis, development and metastasis of various tumors. nm23-H1 gene is the first gene of
nm23 genes discovered in human. Furthermore, it has the closest relationship with the invasion and metastasis
of tumors. In this review, we summarized the recent research advances on the molecular mechanism of nm23-H1-
regulated invasion and metastasis of various tumors.
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RIL9 S nm23 HE K KK 7 (nm23-H1 — nm23-H9) ,
b nm23-H1 JER 5 I 1R 28 5 8 00 R e %
Plo nm23-H1 FEREA; TN 17921-22, 42K 8. 5kb,
HAENMETHANNET, dlSIX i 533 ML IR
Y. nm23-H1 FEF =Pk 152 NMEIERALN, 7T
18 N 17kDa, HAA A RN (nucleoside diphos—
phate kinase, NDPK) y& 1 41 &R & UG 1M F 22
RIR A G BERALE R . NDPK J&—Fh) 2 A T2k
WIAR A I 22 ShREA) Rl . NDPK 35 PE L nm2 3 Kk
SCIRIRRAE, 5 40 0 1) 23 A R0 3G 58 3 2 % DDA G
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s B ANAE BAEFAEAS Db1-1 ANEXS 4 f il 7% 1
FEPR 1 Rho X5/ G A IR R B D3 Cded2 23 1
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AR Z AN A0 NIz SRR 281K e ), 1T v LB IR
&2 /R 8 1 EDG2 N K, JfFRE— B9 T EDG2
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