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Abstract ; Cytokines, growth factors,chemokines, protease and signal transduction pathway are the
molecular components involving in the tumor angiogenesis. Studies have shown that proangiogenic
factors and enzymes released during tumor angiogenesis promote the newly formed vessels further
mature and stable with the tumor microenvironment,which participate in the invasion and metasta-
sis of tumor. The molecules involving in tumor angiogenesis would be promising therapeutic targets
for future cancer treatment strategies.
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