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Predictive value of combined detection of serum CLU,NLRP3 and FKN
on ASCVD in elderly type 2 diabetes mellitus patients
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Abstract : Objective To explore the predictive value combined detection of serum cluster protein (CLU),
NOD-like receptor thermal protein domain-related protein 3 (NLRP3) and fractalkine (FKN) in elderly type 2
diabetes mellitus ( T2DM) patients complicated with atherosclerotic cardiovascular disease ( ASCVD).
Methods A total of 188 cases of T2DM patients admitted to Beijing Armed Police Force Hospital from July
2018 to April 2020 were selected and divided into combined ASCVD group (n=72) and non-ASCVD group
(n=116) according to whether they were complicated with ASCVD or not. In addition, 60 healthy persons
during the same period were selected as the control group. The serum CLU,NLRP3 and FKN levels in each
group were compared. Multivariate Logistic regression was used to analyze the influencing factors of T2DM
complicated with ASCVD, the receiver operating characteristic (ROC) curve was used to analyze the predictive
value of serum CLU,NLRP3 and FKN levels on T2DM complicated with ASCVD. Results Serum CLU,NL-
RP3 and FKN levels in control group,non-ASCVD group and ASCVD group increased gradually (P<C0. 05).
Multivariate Logistic regression analysis showed that high levels of low-density lipoprotein cholesterol (LDL-
C) ,glycosylated hemoglobin (HbAlc),CLU,NLRP3 and FKN were independent risk factors for T2DM com-
plicated with ASCVD (P <C0. 05). The ROC curve showed that the combination of CLU,NLRP3,FKN predic-
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ted the AUC of T2DM complicated with ASCVD was significantly greater than that of CLU,NLRP3 and FKN
alone (P <C0.05). Conclusion Serum CLU,NLRP3 and FKN levels of T2DM patients significantly increased
the three indicators are independent risk factors for ASCVD in T2DM,combined testing of the three indicators

could improve the predictive value of ASCVD.
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