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[ Abstract] Objective To explore the characteristics of lipid metabolism and its correlation with ca-
rotid atherosclerosis in patients with latent autoimmune diabetes in adults (LADA) within 2 years of onset.
Methods A total of 38 patients with LADA (LADA group) , 50 patients with typical type 1 diabetes melli-
tus( TTIDM group) within 2 years of onset and 50 individules without diabetes mellitus ( NDM group) were
enrolled. Blood lipid, carotid artery ultrasound, blood glucose, height, weight, waist circumference and hip
circumference were measured. Differences of blood lipids were compared by ANOVA-analysis among three
groups, and the correlation between each lipid index and carotid plaque formation were studied. Finally, the
predictive value of body fat distribution index in the formation of carotid plaque was estimated by receiver op-
erating characteristic (ROC) curve. Results Body mass index and high density lipoprotein-cholesterol
(HDL-C) in LADA group were significantly lower than those in NDM group and higher than those in TT1DM
group(F =9.322, 3.190, all P<0.05), while triglyceride (TG) was significantly higher in LADA group
than that of the other two groups( F =3.213, P <0.05). After adjusted with HbAlc, fasting glucose and 2 h



[ B N 4 AR I 2 5 2019 4E 5 H 4539 %5 3 ] Tnt J Endocrinol Metab, May 2019, Vol. 39, No. 3 - 161 -

postprandial glucose, the carotid plaque were positively correlated with TG (r=0.387, P=0.036), TG/
HDL-C (r=0.393, P=0.027) and lipid accumulation index (LAP) (r=0.397, P =0.021) , but nega-
tively correlated with HDL-C(r= -0.384, P =0.037)in LADA group. LAP, TG, TG/HDL-C and waist
hip ratio( WHR) were significant predictors of carotid plaque, and LAP had the largest area under the curve
of ROC (0.707, 95% CI; 0.441-0.906, P =0.031) in patients with LADA. Conclusions Lipid metabo-

lism in patients with LADA are mainly characterized by increase of TG and decrease of HDL-C. TG is a risk

factor of atherosclerosis in patients with LADA, and HDL-C is a protective factor. LAP is able to predict the

formation of carotid atherosclerosis in patients with LADA.
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wal B RS e ) WHR GDR HbATc(% ) i LA 52
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LADA 2 38 44.79+£14.06 20.83 +2.13" 78.29 £7.01 0.88 £0.06 7.63 £2.65 9.45 +3.28* 6(15.7)
TT1DM 2H 50  41.65+15.35 20.82+2.70 76.08 +£8.33 0.84 £0.07 6.92 +2.01 10.59 £3.34 6(12.0)
NDM 24 50 44.27 £13.02 23.33 +3.34 78.63 £10.02  0.90 £0.09 8(16.0)
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[n(%)] ('mmol/L) (mmol/L) (mmol/L) (mmol/L) (em + mmol/L) (n(%)]
LADA 21 38 16(41.2) 2.56 £1.09* 4.69 £1.25 1.41 +0.55 2.56 £0.91 48.34 £15.89" 9(23)
TT1DM 2H 50 25(51.0) 2.01 £0.39 4.54 £0.83 1.25 +0.34 2.47+£0.79 46.78 +12.40 18(36)
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(mm) (mm) (mm) (mm)
LADA 21 38 0.64 £0.18 0.62 0. 14" 6.13 £0.71 6.03 +0.62 0.71 £0.06 0.71 £0.06 4.12 £0.69"
TT1DM 21 50 0.63 £0.15 0.61 +0.14 6.12 +0.71 6.01 +0.83 0.73 £0.06 0.73 £0.06 4.21 +0.56"
NDM 4H 50 0.68 £0.17 0.71 £0.22 6.62 +1.06 6.20 +0.85 0.71 £0.54 0.72 £0.49 4.49 +0.52
F {8 0.624 3.173 3.537 0.527 1.387 1.353 3.084
P{a 0.538 0.047 0.033 0.592 0.255 0.264 0.041
205 151)%% LICA(mm) RICARI LICARI RCVA(mm) LCVA (mm) RCVARI LCVARI
LADA 24 38 4.19 £0.58 0.60 £0.07 0.59 +0.08 3.30 +0.67 3.52 +0.55* 0.64 £0.06 0.62 +0.06
TTIDM #4H 50 4.35+0.63 0.60 +0.07 0.59 £0.07 3.12 £0.66 3.18 +0.63 0.64 £0.08 0.63 +0.09
NDM 2 50 4.38 £0.58 0.60 +0.07 0.62 +0.69 3.24 +0.49 3.28 +0.57 0.63 £0.07 0.63 £0.01
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AR PRI 2
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LDL-C 0.202 0.162 0.172 0.245 0.216 0.287 -0.251 -0.148 0.143
HDL-C -0.080 -0.008 -0.464" —-0.487*" -0.317 -0.370" -0.205 -0.011 -0.384"
LAP 0.345 0.393° 0.215 0.284 0.336 0.249 0.301 0.310 0.397¢
TG/HDL-C 0.138 0.184 0.043 0.148 0.181 0.114 -0.085 -0.115 0.393°
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WHR 0.703(0.495 ~0.915) 0.045
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