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Correlation between serum free fatty acid and homocysteine levels with metabolic syndrome” XU Yin-yin, LIU Bei-
zhong” (Department o f Clinical Laboratory ,Af filiated Yongchuan Hospital of Chongging Medical University ,
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[Abstract] Objective To explore the relationship between free fatty acid(FFA)and homocysteine(Hcy) with
type 2 diabetes mellitus(T2DM) and metabolic syndrome (MS). Methods 129 T2DM patients,including 83 cases of
MS and 46 cases of non-MS. The indicators of waist circumference, blood pressure, FFA, Hey and blood lipid were
compared between the two groups and the correlation between FFA and Hcy with other indicators was analyzed. Re-
sults The waist circumference,SBP, TG and FFA in the T2DM complicating MS group were higher than those in
the simple T2DM group,while the Apo-Al level was lower than that in the simple T2DM group, the differences were
statistical significant (P<Z0. 05). Serum Hcy and LDL-C had positive correlation. Serum FFA was positively correla-
ted with TC, TG and GLU levels. Conclusion Serum FFA level in the patients with T2DM complicating MS is high-
er than that with simple T2DM and the serum FFA level might be correlated with TC.,TG and GLU levels; serum
Hcy level has no difference between the patients with T2DM complicating MS and the patients with simple T2DM,
serum Hcy level may be related with LDL-C level.
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