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Abstract:Objective To analyze the characteristics of subcomponents of blood lipid in type 2 diabetic pa-
tients with different levels of residual lipoprotein cholesterol (RLP-C),to investigate the correlations between
abnormal level of RLP-C and triacylglycerol glucose product (TyG index) , hyper sensitive C-reactive protein
(hs-CRP). Methods The medical records of 203 patients with type 2 diabetes from September 2019 to Sep-
tember 2020 in the Department of General Practice,Shanghai Delta Hospital were collected. RLP-C was detec-
ted, 60 patients with RLP-CZ=0. 78 mmol/L were included in the case group,other 60 patients with normal
routine lipids and RLP-C <C0. 78 mmol/L were included in the control group. Age, body mass index (BMI),
TyG index,hs-CRP,total cholesterol (TC),triglyceride (TG) ,high density lipoprotein cholesterol (HDL-C) ,
low density lipoprotein cholesterol (LLDL-C) ,fasting insulin (FINS),fasting blood glucose (FBG) .glycosylat-
ed hemoglobin (HbAlc), HOMA-IR, gender, smoking,drinking, hypertension history were compared between
the two groups. Spearman correlation was used to analyze the correlations between RLP-C and TyG index, hs-
CRP. With RLP-C as the dependent variable,age,gender,smoking, hypertension history, BMI, TyG index, hs-

CRP and other indicators as independent variables, univariate and multivariate Logistic regression analysis
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were conducted to analyze the influencing factors of RLP-C. Results BMI, TC, TG, LDL-C,FBG,FINS, HO-
MA-IR,HbAlc, TyG index and hs-CRP levels in case group were higher than those in control group, HDL-C
was lower than that in control group,the differences were statistically significant (P<C0. 05). There were sig-
nificant positive correlations between RLP-C and TyG index,hs-CRP in type 2 diabetic patients (r=0. 75, P <
0.05;7=0. 32, P<C0. 05). Multivariate Logistic regression analysis showed that increased TyG index was an
independent risk factor for increased RLP-C (OR =45.2,95%CI ;9. 7—209. 6,P<C0. 05). Conclusion RLP-C

relates closely to hs-CRP and TyG index, the increase of TyG index was an independent risk factor for the in-

crease of RLP-C,
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