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Fig.1 Influence of different concentration of angiostatin on MMPs gene expression

(a) represents Northern blot of MMP-2 mRNA, MMP-9 mRNA and B-actin mRNA respectively. (h)

shows statistical analyses. C: 0 o/L angiostatin; T'l: 2x10° ¢/L angiostatin; T2: 10 2 o/L angiostatin;
T3:5%10 2 ¢/L angiostatin. [J: C; W: T7; [F]: 72; &: T3. *P<0.05, **P<0.01.
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Fig.2 Influence of different concentration of angiostatin
on MMPs activity

(a) is gelatin zymography of MMP-2 and MMP-9. (b} shows statistical

analyses. {: 0 g/L angiosiatin; T1: 2x10 * g/L angiostating T2: 10 % /L.

angiostafing T3: 5x10 2 &/L angiostatin. (1: C; l: T1; [: 72, §:

T3, *P<0.05, ***+P<0.001.
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Fig.3 Influence of angiostatin and VEGF on gene expression of TIMP-1 and TIMP-2
{a) the RT-PCR products of TIMP-1, TIMP-2 and P-actin mRNA respectively. (b) siatistical analyses. M is DNA molecular
mass standards, 2 000, 1 000, 750, 500, 250 and 100 bp. €: F-12 media; VEGF: F-12+410 2 /L VEGF; AS: F-12+
107 /L angiostatin. [ 1: €; W: VEGF(T1); [E]: AS(T2). **P<0.01, ***P<0.001.
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Fig.4 Influence of angiostatin on protein expression of
VEGF and KDR

(a) protein products of VEGE, KDR and B-actin respectively; (h)
statistical analyses. : F-12 media; T1: F-1242x10 7 &/L angiostatin;

72: F-12+410% /L angiostatin. [J: €; l: T1; [J: T2 **P<0.01,
**4EP().001.
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Fig.5 Inhibition effect of echistatin on angiostatin

(a) RT-PCR products of TIMP-1, TIMP-2 and P-actin mRNA4; (b)

statistical analyses. €7 F-12 media; AS: F-12+10 ? g/L angiostatin;

AS+E: F-12+10 ? g/l echistatin +10 * g/L angiostatin. [J: €; H:
AS(T1y; [: AS+echistatin(T2). *P<0.05, ***P<(.001.
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Regulation Effects of Angiostatin on The Mouse Blastocysts

ZHAO Tian-Fu'>*", ZHANG Jian" ", LI Jing""» CAO Yu-Jing"’'» LI Su-Min"
ZHOU Jia-Xi'’, LI Fu-Yang”, YAO Li-Bo’’, DUAN En-Kui'"*"
D State Key Laboratory of Reproductive Bislogy, Institute of Zoology. The Chinese Academy of Sciences, Beijing 100080, China:

2 Department of Biology, Baoding Teachers College, Baoding (71000, China:
2')Depar.t,n'yem of Biochemistry and Molecular Biology, The Fourth Military Medical University, Xan 710032, China)

Angiostatin, a 38 ku fragment encompassing the four kringle region of plasminogen, has been identified

and characterized to be a potent inhibitor of neovascularization and tumor metastasis. There is a strikingly similarity

between tumor metastasis and embryo implantation. However, effect of angiostatin in the mouse hlastoeyst has never

been reported. The results showed for the first time that angiostatin down-regulated the expression of matrix

metalloproteinase-2 (MMP-2>, MMP-9, vascular endothelial growth factor family and its receptor KDR. and

up-regulated the expression of tissue inhibitor of metalloproteinase-1 (TIMP-12 and TIMP-2 expression by binding

with integrin V@33, suggesting that angiostatin may play a rele in embryo implantation.
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angiostatin, integrin. blastoeyst, matrix metalloproteinases ( MMPs 2, TIMPs
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