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Changes in peripheral blood NLR, serum RBP4, sdLDL and ANGPTL4 in patients with T2DM and the rela-
tionship with carotid atherosclerosis Zhao Liangyan™ , Gao Qian,Chen Jiangnan, Tao Xuefang,Pan Ye( ™ Depart-
ment of Respiratory Infection ,Shaoxing Municipal Hospital ,Shaoxing 312000, China)

[ Abstract] Objective To explore the relationship between peripheral blood leukocytes, lymphocyte ratio
(NLR) ,serum retinol binding protein 4 (RBP4 ) ,small and dense low density lipoprotein ( sdLDL) , angiopoietin like
protein 4 ( ANGPTIA) and carotid atherosclerosis in patients with type 2 diabetes mellitus (T2DM ). Methods  Sixty
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T2DM patients,60 T2DM patients with carotid atherosclerosis and 60 healthy subjects were selected as T2DM group),
CAS group and control group. The NLR, RBP4 ,sdLDL, ANGPTLA of three group were detected and compared. Results

The RBP4 and sdLDL of CAS group was significant higher than that of T2DM group and control group (P <0.05) ,but
ANGPTIA and NLR were significantly lower than T2DM group and the control group (P <0.05). The RBP4 ,sdLDL of
T2DM group were significantly higher than the control group (P <0.05) ,but the ANGPTIA and NLR were significantly

lower than the control group (P <0.05). The RBP4, sdLDL were significantly and positively correlated with the IMT
(P<0.05) in CAS group,but the ANGPTLA wassignificant negative correlated with IMT (P <0.05). Conclusion
The blood NLR,RBP4,sdLDL and ANGPTILA4 in T2DM patients with carotid atherosclerosis change significantly,and the

RBP4 ,sdLLDL and ANGPTIA4 had correlation with IMT.
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