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Biotechnological production and metabolism of 1,3-dihydroxyacetone

ZHANG Yong, ZHENG Yu-guoClnstitute of Bioengineering, Zhejiang University of Technology, Hangzhou 310014, China)

ABSTRACT: OBJECTIVE

Introduce action mechanism of dihydroxyacetone produced by microbial transformation from glycerol, and

metabolism of dihydroxyacetone in organisms. METHOD By making a summary of the last articles, it expounds the course of bio-

transformation from glycerol to dhydroxyacetone step by step, and the catabolism course of dihydroxyacetone after it enters the metabo-
lism pathway of sugar and fat. RESULTS AND CONCLUSION = At present, two pathways from glycerol to dhydroxyacetone in mi-

crobial transformation method are discovered, while there are at least two catabolism pathways of dhydroxyacetone in organisms.
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