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[ ABSTRACT] Aim  To investigate the relationship between the concentration of plasma lipocalin-2 ( LCN2) and
common carotid artery intima-medial thickness ( CCA-IMT) in newly diagnosed type 2 diabetic patients. Method 166
newly diagnosed type 2 diabetic patients (age 35 ~70, duration<1 year) and 65 healthy people were recruited. =~ CCA-
IMT was detected by high-resolution ultrasonography, plasma concentration of LCN2 was measured by enzyme-linked immu-
nosorbent assay. Results  Adjusting for age and sex, type 2 diabetics’ plasma concentration of LCN2 was significantly
higher than that in the healthy group (P <0.05). According to the three tilter of plasma concentration of LCN2, the
highest concentration group’ s CCA-IMT was significantly higher than that in the lowest concentration group (P =0.026).

In the multi-variables partial correlation analysis, adjusting for age, sex, body mass index ( BMI), waist circumstance
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(WC) , waist-to-hip ratio (WHR) , diastolic blood pressure (DBP), hemoglobin Alc (HbAlc), fasting insulin (FIN),
HOMA-IR, triglyceride (TG) , low density lipoprotein cholesterol (LDLC), the positive relationship between circulating

LCN2 and CCA-IMT was observed(r=0.197, P =0.007).
lating LCN2 contributed to elevation of CCA-IMT in newly diagnosed type 2 diabetic patients.
concentration of LCN2 was much higher in newly diagnosed type 2 diabetic patients than that in healthy people.

concentration of LCN2 was positively correlated with CCA-IMT in newly diagnosed type 2 diabetic patients.

Multiply linear regression analysis demonstrated that circu-
Conclusion Plasma
Plasma

Elevation of

plasma concentration of LCN2 was probably one of the independent risk factors contribute to the elevation of CCA-IMT in

newly diagnosed type 2 diabetic patients.
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Table 1. Comparison of the clinical features between T2DM

group and normal group

Il RAE b7 IEH ST HRZ (n =65) T2DM 4 (n =166)
AR (%) 42 +8 55 +8"
B/ (Hl) 42/23 90/76
BMI(kg/m?) 21.9+1.4 24.5 2. 7%
WC(cm) 77.6 6.3 87.1 8.2
WHR 0. 84 +0. 06 0.90 +0. 06"
SBP( mmHg) 112 14 118 +16*
DBP( mmHg) 75 10 76 10
FIN(mU/L) 7.5£5.1 11.7 4.5
HOMA-IR 1.87(0.23 ~8.51)  2.43(0.75 ~15.10)"
TG( mmol/L) 1.79(0.40 ~4.58)  2.43(0.43 ~15.50)"
TC( mmol/L) 4.89 +0. 88 5.32 +1.16%
HDLC ( mmol/L) 1.28 +0.32 1.32 +0. 35
LDLC ( mmol/L) 3.00 £0. 73 3.10 £0.97
LCN2( pg/L) 32.8(10.8 ~118.2) 118.3(10.7 ~1546.0) "

aNP<0.05,b ] P<0.01,51E% % A F i, 4R MR IE
Je,¢ A P<0.05, 51EH % A HER

& 2. LCN2 REIREH T2DM E£E CCA-IMT R EElaRigIRLE
Table 2. Comparison of CCA-IMT and other clinical indexes among the different concentration of LCN2 groups in T2DM pa-

tients

Iifa PREE bR U EE LCN2 #H (n =55) rhyk EE LCN2 4 (n =55) EWREE LCN2 4H (n =56)
LCN2( pg/L) 47.9(10.7 ~68.3) 97.0(69.2 ~135.9)" 209.0(133.8 ~1546.0)"
HbAlc 7.1% +2.3% 8.1% +2.1% 8.4% £2.7%™
FIN(mU/L) 12.4 +6.9 13.3 +8.6° 16.9 +10. 1%
HOMA-IR 3.87(0.75 ~10.08) 4.87(0.87 ~20.00) 5.18(0.87 ~20.42)
TG (mmol/L) 1.95(0.50 ~4.56) 2.58(0.43 ~17.70) 2.79(0.63 ~15.05)*
TC( mmol/L) 5.31 +1.00 5.28 +1.35 5.33+1.12
HDLC( mmol/L) 1.36 £0.29 1.28 +0.29 1.30 +0.45
LDLC ( mmol/L) 3.15 +0.90 3.01 £0. 89 3.11+1.11
CCA-IMT( mm) 0.73 +0.18 0.75 +0.17 0.81 £0.22°

a & P<0.05,b K P<0.01,5{K#E LCN2 4lHb4 ;¢ A P <0.01,
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Table 3. Multivariate stepwise regression analysis of the
CCA-IMT in T2DM patients

AR B SE P
LCN2 0.12 0.05 0.012
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