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The clinical significanca of blood amylase level in Turner syndrome
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[Abstract] Objective To study the patients with Turner syndrome(TS) and thecorrelation of blood amylase(AMY), provide new clinical
basis for early diagnosis of TS for the abnormal glucose lipid metabolism. Method A tatal of 55 simple TS were randomly selected as the
observation group, and 55 healthy children as the control group for age and sex.We Measuered the AMY,FPG,TC,TG,HDL—C,LDL—C,FINS,IGF—1 and

calculated HOMA=IR,then analysis the correlation of AMY and other indicators. Results Rate of
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BPG, TG,HLD—C,LDL=C,FINS or HOMA—IR (p>0.05).
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