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Abstract: Objective To investigate the correlation between interleukin-35 (I1.-35) and vascular lesions in
type 2 diabetes mellitus (T2DM) patients. Methods A total of 60 patients with T2DM without atherosclero-
sis (AS) were enrolled into T2DM group,and 60 patients with T2DM and AS were enrolled into T2DM -+ AS
group,and 60 healthy person were selected as control group. The serum concentration of 1L.-35 was detected
by Luminex200 in three groups. Results Compared to that of control group [8. 13(3.90—10. 16) ug/L.], the
serum concentration of 1L-35 was lower in T2DM group [4. 01 (2. 24 — 7. 69) pg/L], and even lower in
T2DM+AS group [2.52(2. 01 —6. 41) ug/L]. The serum concentration of 11.-35 correlated negatively with
intima-media thickness (cIMT) in T2DM + AS patients (=—0.357 2, P =0. 005 1), however, there were
positive correlations between the serum concentration of low density lipoprotein cholestord, fasting plasma
glucose,C-reactive protein with cIMT(r=0. 341 4,P =0. 007 6;r=0.275 8, P=0.033 0;r=0. 352 2,P=
0. 005 8). Logistic regression analysis suggested that 11.-35 might be a protective factor for T2DM with AS.
Conclusion To increase the serum I1.-35 concentration in T2DM patients, which might be one of the alterna-
tive way to prevent T2DM complicated with AS,
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M¥E=11.1 mmol/L, 8¢ == & Il # (FPG) = 7. 0
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24 51 n BMI(kg/m?) SBP(mm Hg) DBP(mm Hg) FPG(mmol/L) INS(mIU/mL) TC(mmol/L)
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LDL-C 9.524 2.076 0.000 13 685.407 233.870~800 832. 250 S S TR Bl Kk R i R TL-35 JKP R R
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