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Research Progress of Angiogenesis in Non-superficial Burn Healing
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Abstract: Burn is a common skin defect disease in clinical work at present. How to prevent infection, promote wound healing
and reduce scar hyperplasia is an important research topic. The new survival of blood vessels is in the process of burn healing,

especially for deep burns, which can greatly promote wound healing. In this paper, we will elaborate the mechanism of

angiogenesis in the healing process of non-superficial burn and the treatment plan based on it.
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Progress in the Application of Absorbable Threads with Different Components in
Facial Rejuvenation Treatment
HU Xiyue, ZHAO Wenfeng, WANG Jieging
( Department of Plastic Surfery, Xinhua Hospital Affiliated to Dalian University, Dalian 116021, Liaoning, China )

Abstract: Thread lifting is one of the methods of facial rejuvenation that has developed rapidly in recent years. It can tighten
and lift, remove wrinkles, improve skin texture and facial contour by embedding threads into the skin. With the development of
technology, people have developed a variety of threads to meet different treatment needs, the main components are PDO, PPDO,PGA/
PLGA, PLLA, PCL, etc. This article reviews the effects of absorbable threads with different components on facial rejuvenation.
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