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[ Abstract]

most cases, including the changes in osteoblasts and osteoclasts,

Burn causes bone metabolic abnormality in

bone mass loss, and bone absorption, which results in decreased
bone mineral density. These changes are sustainable for many
years after burn and even cause growth retardation in burned
children. The mechanisms of bone metabolic abnormality after
burn include the increasing glucocorticoids due to stress re-
sponse, a variety of cytokines and inflammatory medium due to
inflammatory response, vitamin D deficiency, hypoparathyroid-
ism, and bone loss due to long-term lying in bed. This article
reviews the pathogenesis and regularity of bone metabolic abnor-
mality after burn, the relationship between bone metabolic ab-
normality and burn area/depth, and the treatment of bone meta-

bolic abnormality, etc. and discusses the research directions in

the future.
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