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Analytical performance evaluation of peroxidase method for measurement of small dense LDL cholesterol
LIU Xiaoli .GU Xiangming , HUANG Jiesheng
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Abstract : Objective To evaluate the performance of the peroxidase method reagent kit for small and dense low density lipopro-
tein cholesterol(sdLDL-C). Methods Based on the requirements of Clinical and Laboratory Standards Institute EP documents, the
precision, linearity range,reference interval,recovery test and anti-interference ability of the peroxidase method reagent kit for de-
tecting sdLDL-C were evaluated. Results The total coefficient of variation(CV) of low value in the peroxidase method was 3. 14 % ,
which of high value was 2. 80 % ;the linearity was good,R?=0. 981 3, the related equation was Y=1. 07X —0. 24 ; the sdLDL-C lev-
el had significant sexual difference,the young and middle-aged group reference intervals were (0. 66 0. 36)mmol/L and older age-
group were(0. 86+ 0. 51) mmol/L for male, and young and middle-aged group (0. 58 £ 0. 27) mmol/L and older age-group were
(0. 89+0. 55)mmol/L for female;the average recovery rate was 99. 54 % ; which could be resistant to clinical common interference.
Conclusion The peroxidase method reagent kit of sdLDL-C has less interfere factors, good reproducibility, wider linear range and is
simple to operate,which is suitable for the requirements of clinical laboratory routine detection.
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