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Analysis on correlation between serum NLRP3 inflammasome activation and carotid intima-media
thickness in patients with newly diagnosed type 2 diabetes mellitus”
PAN Hang' ,LENG Weiling' ,YANG Dan* ,LEI Xiaotian' ,WU Mingzia' ,WU Qinan' ,LIANG Ziwen'*
(1. Department of Endocrinology ;2. Department of Ultrasound ,First A f filiated Hospital of Third Military
Medical University »Chongging 400038 ,China)

Abstract : Objective To analyze the correlation of serum NLRP3 inflammasome level and carotid intima-media thickness (IMT)
in the patients with newly diagnosed type 2 diabetes mellitus(T2DM). Methods Fifty-three cases of newly diagnosed T2DM (ex-
perimental group)and 50 healthy volunteers undergoing physical examination(control group)in the hospital from January 2015 to
October 2016 were collected. IMT was observed by carotid ultrasound. The fasting insulin. C-peptide, glycated hemoglobin
(HbAlc),fasting blood glucose,2 h postprandial blood glucose, total cholesterol(TC), TG, LDL-C, HDL-C and FFA were tested.
The serum levels of NLRP3,1L-18 and IL-18 were measured with ELISA. Results The serum levels of NLRP3,IL-18,I1.-18 and
IMT in the patients with newly diagnosed T2DM were significantly higher than those in the healthy group,the differences were sta-
tistical significance(P<C0. 05) ,moreover IMT was positively correlated with NLRP3,1L-18 and IL.-13 (r=0. 438,0. 371,0. 306 , P<T
0. 05). Conclusion The serum NLRP3 inflammasome activation is positively correlated with IMT in the patients with newly diag-
nosed T2DM.
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