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Abstract: The reference method for quantitative detection of low density lipoprotein cholesterol is ultra-
centrifugation, which is cumbersome and time-consuming,and it is not suitable for application in common clin-
ical laboratories. Homogeneous assay is an automatic quantitative detection method for low density lipoprotein

cholesterol, which is rapid and easy to perform,however,there is a certain deviation between this method and
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ultracentrifugation. In order to save costs,some lipid laboratories use formulas to indirectly calculate low den-

sity lipoprotein cholesterol level. The most commonly used formulas include: Friedewald formula, Martin-

Hopkins formula,and Sampson formula. In addition,a number of studies have used artificial intelligence meth-

ods such as machine learning to calculate low density lipoprotein cholesterol level. This paper reviews 3 com-

monly used calculation formulas and the application of machine learning in the calculation of low density lipo-

protein cholesterol level.
Key words:low density lipoprotein cholesterol;
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Research Progress of IGT.PDW and PLR in coronary heart disease
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Abstract; Hyperglycemia, platelet activation and inflammation play important roles in the occurrence and
development of coronary heart disease. At present,some studies have confirmed that impaired glucose toler-
ance (IGT),platelet distribution width (PDW) , the ratio of platelet count to lymphocyte count (PLR) are as-
sociated with coronary heart disease,which can be used as factors to predict the occurrence and prognosis of
coronary heart disease. This article has analyzed the latest research progress on the correlation of IGT,PDW

and PLR in coronary heart disease and explore the possible mechanism.
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