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Abstract: Objective To investigate the correlation between omentin-1 and inflammatory cytokines in type 2 diabetes mellitus
(T2DM) patients with low limb vascular disease(LVD). Methods A total of 126 patients with T2DM were divided into T2DM
group(68 patients) and T2DM + LVD group (58 patients), 40 healthy controls were chosen as control group, body mass index
(BMD , waist-to-hip ratio(WHR) , blood pressure,fasting blood glucose(FBG) , postprandial 2 hours blood glucose(2 hPG) , glycat-
ed hemoglobin(HbA1C) , blood lipid, fasting insulin(FINS) ,insulin resistance index(HOMA-IR) , tumor necrosis factor-a( TNF-¢) ,
omentin-1,interleukin-6 (IL-6)and high-sensitivity C-reactive protein(hs-CRP)were compared between the two groups, the correla-
tion between plasma levels of omentin-land other indicators was analysed, the influence factors of omentin-1 and the influence fac-
tors of LVD in patients with T2DM was analysed. Results BMI, WHR, DBP, FBG,2 hPG, HbAlc, TC, TG, LDL-C, FINS, HO-
MA-IR, TNF-o,1L.-6 ,hs-CRP of the T2DM group and the T2DM-+LVD group were higher than those of the control group.DBP,
HbA1C,LDL-C, TNF-qa,IL-6,hs-CRP of the control group.the T2DM group and the T2DM + LVD group showed a trend of in-
creasing,omentin-1, ABI showed a trend of decreasing, the difference was statistical significant( P<C0. 05). Omentin-1 was positively
correlated with ABI(P<C0. 05),and negatively correlated with FBG, HbA1C, LDL-C, TNF-¢, IL-6, hs-CRP (P < 0. 05). TNF-q,
ABI, HbAlc were independent factors affecting the levels of plasma omentin-1. omentin-1, TNF-¢,I.-6 and HbAlc were the influ-
ence factors of occurrence of LVD in patients with T2DM. Conclusion Omentin-1 might participate in the occurrence and develop-
ment of LVD in patients with T2DM, plasma level of omentin-1 could be affected by glucose and lipid metabolism and inflammatory
factors.
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T2DM 41 12.95+3.25 * 0.7540.14" 35.84+7.38" 21.06=+3. 28" 118.034+11.09" 5.45+1.62 *
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