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Abstract Objective To explore the etiological factor clinical characteristics and management of burn hypernatremia.
Method A series of relative articles were reviewed. Result The marked characteristics of burn hypernatremia include high
death rate positive relation with the severity of burn and central nervous system injury. Its onset is related to severe distur-
bance of water and sodium ion balance central nervous system injury and severe sepsis. The presence of sodium pool may be
another factor of its onset. Restrict control of sodium intake hemodialysis and resection of necrotic tissue are effective mea-
sures for the management of burn hypernatremia. Conclusion Precaution should be emphasized on burn hypernatremia be-

cause of its calamitous prognosis and troublesome management.
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Abstract Matrix metallo-proteinase-9 is an enzyme having the largest molecular weight in the family. It is regulated by
many cellular factors. A balance between matrix metallo-proteinase and its inhibitors is very important for the degradation of
the cellular-matrix. Since matrix metallo-proteinase-9 can act on many substrates it is important for wound repair. The con-
tent of matrix metallo-proteinase-9 in the acute and chronic and infected wounds are not the same so the effects of matrix
metallo-proteinase-9 are different. To some extent the content of matrix metallo-proteinase-9 in the wound fluid may forecast

the healing tendency of the wound. Further research on matrix metallo-proteinase-9 will help resolve many problems about
wound healing.
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