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Association of ApoB/ApoA-1 Ratio with Insulin Resistance in
Patients with Non-alcoholic Fatty Liver Disease
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[ Abstract] Objective This study aims to investigate the association of apoB/apoA-1 ratio with insulin
resistance (IR) in patients with non—-alcoholic fatty liver disease (NAFLD) . Methods A total of 224 patients
with NAFLD and 166 healthy subjects were enrolled as NAFLD group and control group. Weight, height and blood
pressure were recorded. Serum levels of fasting blood glucose ( FPG) , insulin ( Fins) , lipids, glycated
hemoglobin  (HbAlc) were measured. Homeostasis model assessment—insulin resistance (HOMA-IR) indices
were calculated. Results Compared with control group, NAFLD group had higher apoB/apoA-1 ratio (0.76 =+
0.28 vs 0.61 + 0.26) and HOMA-IR (2.43 + 1.68 vs 1.86 + 1.61) . Spearman correlation analysis showed that
in NAFLD group, HOMA-IR positively correlated with age, body mass index (BMI) , triglycerides (TG) ,
low—density lipoprotein cholesterol (LDL-c) , apoB/apoA-1 ratio (r =0.34, P < 0. 05) and HbAlc, and
negatively correlated with high—density lipoprotein cholesterol ( HDL-c) . Multiple linear regression analysis
revealed that apoB/apoA—1 ratio was still associated with HOMA-IR in NAFLD group after adjustment for age and
BMI. Conclusion The apoB/apoA-—1 ratio is closely associated with TR in patients with NAFLD. ApoB/apoA-1 ratio
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may play a role in the development of IR in NAFLD.
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Fig. 1 The correlation of ApoB/ApoAl ratio and
HOMA-IR in NAFLD group
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Tab. 1 The comparison of general conditions of

NAFLD group with control group (X =s)

_— X HEZH NAFLD #H

' (n = 166) (n=224)
iy (%) 46.89 +12.57 4724 +14.28
el B 120 120/46 158/66
BMI(kg/m?) 22.14 £2.09 2445 £2.55"
SBP (mmHg) 125.62 + 10.71 131.95 + 12.84"
DBP (mmHg) 79.53 + 8.80 80.11 £9.28
FBP (mmol/L) 527 +£0.71 5.31 +£0.96
Fins (mU/L) 7.66 +3.30 17.21 +3.86"
TC (mmol/L) 3.89 +0.98 445+1.16
TG (mmol/L) 1.64 +1.04 2.78 +1.82°
HDL-c (mmol/L) 1.10 £0.33 1.08 £0.26
LDL-c (mmol/L) 2.48 + 0.64 2.86 +0.72"
ApoB/ApoAl HfE  0.61 £0.26 0.76 + 0.28"
HbAlc (%) 5.62+0.38 5.94 +0.46"
HOMA-IR 1.86 + 1.61 2.43 +1.68"

53 EA L, "P<0.05.

%2 NAFLD 8 HOMA-IR B Z H & E A5 47

Tab. 2 The stepwise linear regression of HOMA-IR in

NAFLD group
I PrRERIE % (B) P
iy (%) 0.02 0.02°
BMI(kg/m?) 0.11 <0.01*
TG(mmol/L) 0.14 0.25
LDL—-c¢(mmol/L) 0.18 0.08
HDL-¢(mmol/L) -0.13 0.12
ApoB/ApoAl HAH 0.46 <0.01°
HbAle (%) 0.22 0.04"
"P< 0.05.
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