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Abstract : Objective
fatty liver disease(NAFLD). Methods
out NAFLD(group A) .60 diabetes with NAFL(group B)and 52 diabetes with NASH (group C). The level of height. weight, chol-
esteroltotal(TC) , triglyceride('TG) , high density lipoprotein(HDL-C) ,low density lipoprotein(LLDL-C) , alanine aminotransferaseg-

To investigate the relationship between insulin resistance and type 2 diabetes (T2DM) with nonalcoholic

195 patients with new diagnosised T2DM were divided into three groups,83 diabetes with-

lycated(ALT) ,aspertate aminotransferase( AST) ,alutamyl transpeptidase(GGT) , hemoglobin(HbA1C) and fasting insulin(FINS)
were measured. Body mass index (BMI) and index of insulin resistance(HOMA-IR) were calculated. Results The level of BMI,
TG,TC,LDL-C,ALT,AST.GGT,FINS,HOMA-IR: group B was significantly higher than group A (P<C0. 05) ,and group C was
significantly higher than group B(P<C0. 05). The level of HDL-C: group B was significantly lower than group A (P<C0. 05),and
group C was significantly lower than group B(P<C0. 05). The level of HOMA-IR was positive correlated with BMI, TG, TC, LDL-
C(P<C0.01),and was negative correlated with HDL-C(P<C0. 01). Conclusion
with NAFLD and is correlated with BMI, TG, TC,LDL-C,HDL-C.
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