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Clinical value of sd-LLDL in atherosclerosis
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[Abstract 1Objective: To assess the clinical value of quantitative determination of small dense low-density lipoprotein ( sd-LDL) in prediction of athero—
sclerosis ( AS) . Methods: 130 patients clinically diagnosed with AS and confirmed by angiography were included in experimental group, and 63 healthy
subjects undergoing physical examination in the corresponding periods were recruited as normal controls. Serum samples were collected within 24 hours af—
ter admission, and measured for the levels of small dense low density lipoprotein cholesterol ( sdLDL-C) , low density lipoprotein cholesterol ( LDL-C) ,
triglyceride ( TG) , total cholesterol ( TC) and high sensitive C reactive protein( hs-CRP) . Results: sdLDL-C was significantly higher in the AS group than
that in the healthy control group (¢=10.33, P =0.000) . The sensitivity and specificity was respective 52.31% and 95.24% by sdLDL-C in diagnosis
of AS. ROC curve showed that the diagnostic efficacy( AUC) of sdLDL-C was 0. 844, which was higher than other lipid markers( LDL-C, TC and TG)

and hs-CRP. AS patients gender, age, history of cigarette smoking, drinking and hypertension were not significantly correlated with sdLDL-C level, and
there was no significant correlation between the sdLDL-C level and the number of coronary artery lesion in AS patients with coronary heart disease. Howev—
er, sdLDL-C level was moderately and positively correlated with LDL-C and TC levels. Conclusion: sd-L.DL has a higher sensitivity and specificity in pre—
dicting AS, and is immune to influence by other factors, suggesting that sd-L.DL can be used as an risk factors for clinical prediction of AS.
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