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[Abstract] Angiopoietins( Ang) are a group of secreted growth factors. Ang specifically effect on blood vessel
endothelial cells, may participate in the formation and regulation of new blood vessels. Under the stimulating of ab-
normal factors such as anoxia, high sugar and inflammation factors Ang participate in occurrence and development of
diabetic microangiopathy. Ang,their receptor( Tie-2) and vascular endothelial growth factor( VEGF) jointly partici-
pate in physiological and pathological angiogenesis. This article reviews the research progress on expression and regu-
lation function of Ang in diabetic microangiopathy.
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[ Abstract] After treatment of nasopharyngeal carcinoma( NPC) , there are still residual and recurrence. Stud-
ies have shown that, the effective treatments of residual_ and recurrence are only radiotherapy and surgery. But sec-

ondly radiotherapy has poor results, and more sequelaes. Because of unclear operative field, large trauma, more



