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Analysis of biochemical characteristic and insulin
resistance in type 2 diabetes mellitus patients
with non-alcoholic fatty liver

ZHANG Li
( Egang Hospital , Ezhou, Hubei, 436000)

ABSTRACT: Objective To investigate the relationship between type 2 diabetes mellitus with
nonalcoholic fatty liver and insulin resistance, and provide the basis for clinical treatment. Methods
The clinical data of 80 patients in our hospital with type 2 diabetes were collected and analyzed.
Fifty-two patients were assigned to NAFLD group, and 38 patients non"NAFLD group. The indica-
tors of lipids and insulin of the two groups were compared. Results The levels of TG, TC and
LDL-C in NAFLD group were significantly higher than those in non-NAFLD group. The levels of
2hPG, fins and 2hIns were significantly higher than those in non-NAFLD group, and the differences
were statistically significant (P <0.05). Conclusion Type 2 diabetes patients with nonalcoholic
fatty liver has significant insulin resistance, thus clinical treatment should be insulin-sensitizing dose
-related medicines, and it provides reference to clinical treatment.
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NAFLD A8 &# TG.TC ML KX LDL-C %45
VB8 & T X NAFLD 41, HE R ¥E %t ¥
BN (P<0.05), ifi 2 48FHHEAIRN UA,
HDL-C.ALT LK AST ##EinE4 MY HER
TGEH$EX(P>0.05), BE 1,

#®1 2ABENEMERMEER (£ 5)

it NAFLD 4 (n = 58) & NAFLD 4 (n =38) t P
UA/(pmol /L) 320.69+103.51 315.38+73.85 0.225 0.824
TG/(mmol/L) 3.97+ 1.72 2.63% 1.24 3.446 0.000
TC/(mmol/L) 4.71+ 1.12 3.14% 0.76 2.321 0.023
HDL-C/(mmol/L) 1.35+ 0.69 1.36% 0.34 -0.132 0.897
LDL-C/(mmol/L) 2.98+ 0.52 1.74% 0.39 2.100 0.041
ALT/(U/L) 31.07+ 23.48 29.50+21.90 0.328 0.739
AST/(U/L) 22,47 12.64 23.99+16.55 0.482 0.642
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(P<0.05), W32,

NAFLD £ # 2hPG. Fins LA & 2hlns 2 #5%5
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YRS ETX NAFLD 4, HERYERIT¥E

L NAFLD # (n =58) F NAFLD #(n =38) t P
FPG/(mmol/L) 8.58+ 2.00 7.58+2.55 1.690 0.0982
Hpg/(mmol /L) 10.49+ 1.77 6.32+£2.16 2.309 0.0260
Fins/(Mu/L) 7.38+ 5.53 4.39+£2.90 2.628 0.0130
2hIns/(mU/L) 21.41+11.52 14.37£4.97 2.641 0.0130
In/(HOMA-IR) 2.32+ 0.70 1.49£0.68 3.089 0.0010
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