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[ Abstract] Objective The study was aimed to analyze the clinical features of metabolic disorder in
non-alcoholic fatty liver disease (NAFLD) . Methods 150 patients with NAFLD were selected as research
objects, and 60 cases of normal metabolism without NAFLD were selected as the control group. Body mass index
(BMD) , fasting blood glucose (FPG) , 2 hour plasma glucose (2hPG) , glycolated hemoglobin—1 (HbAlc) ,
parameters of serum lipid metabolism and liver enzymes were detected. Results 1. BMI in NAFLD patients were
significantly higher than that in control group (P=0.00) . (2) FPG, 2hPG, HbAle, TC, TG and LDL-C in
NAFLD patients were significantly higher than those in control group (P < 0.05) , but there was no difference in
HDL-C (P>0.05) . (3) ALT and AST in NAFLD group were significantly higher than those in control group (P
< 0.05) . There were no significant differences in ALP and GGT between the two groups, although those in NAFLD
were higher ( P >0.05) . Conclusion The results demonstrated that NAFLD frequently is accompanied by
overweight or obesity, blood glucose and lipid metabolic disorders, and abnormal liver function, which can provide
a guidance for the treatment of NAFLD in the clinic.
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Tab. 1 The comparison of clinical information between NAFLD and control groups (x +s)

mw H NAFLD 44 (n = 150) IEHSTHRAL (n=60) Gttt
AN 1 %) 82/68 28/32 0.47
iy (%) 53.81+12.37 50.77 + 16.58 1.28
BMI (kg/m?) 25.10 £3.24™ 21.64 £ 1.77 9.90

HIEEX AL, "P<0.01.
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Tab. 2 The comparison of biochemical indicators
between NAFLD and control groups (x +s)

woH NAFLD £ 1EH T B A
FPG (mmol/L) 6.20 +2.35 432 +0.67
2hPG  (mmol/L) 11.87 +5.42° 5.69 +0.86
HbAlc (%) 7.95 £2.56" 531+0.32
TC (mmol/L) 483 %125 438+0.97
TG (mmol/L) 240 +2.55° 139+0.34
HDL-C (mmol/L)  1.15+0.45 1.20+0.34
LDL-C (mmol/L) 3.07 £ 0.83° 2.62+0.71
ALT (U/L) 33.68 +22.18" 22.23 £ 11.69
AST (U/L) 3299 + 1455  2826+7.57
ALP (U/L) 7124 £22.18 70.65 £21.91
GGT (U/L) 52.55+56.16 36.41 +49.33
HIEWEXT A, "P<0.05.
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