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Study progress of diseases caused by sulfatase metabolism disorder
JIANG Chang , JIANG Xiaofeng®
(Department of Clinical Laboratory sthe Fourth Affiliated Hospital of Harbin
Medical University , Harbin , Heilongjiang 150001,China)

Abstract : Sulfatase is an enzyme that exerts a catabolic effect by hydrolyzing sulfate bonds in substrates

such as steroid sulfate. Currently,researches on sulfatase are generally limited to single gene or single disease,

lack a systematic introduction. This paper summarizes the sulfatase family including sulfatase and SUMF, and

reviews the relationship between sulfatase and allergic asthma and diseases caused by metabolic disorder of

sulfatase family.
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