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Study on the relationship between inflammatory factors Lp-PLA2,IL-18 and diabetic foot ulcer”
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Abstract: Objective The levels of lipoprotein associated phospholipase A2 (Lp-PLLA2) and interleukin 18
(IL-18) in patients with diabetic foot (DF) ulcer were measured to explore the relationship between the levels
of Lp-PLLA2 and 11.-18 and the progression of DF. Methods From January 2016 to December 2016, 185 pa-
tients with type 2 diabetes mellitus (T2DM) admitted to the endocrinology department of the hospital were
included in this study,including 135 T2DM patients with foot ulcer (DF group),50 T2DM patients without
foot ulcer (T2DM group) ,30 healthy people as the control group. Fasting venous blood was collected for de-
tection of inflammatory markers such as Lp-PLAZ2,11.-18,1L.-183, tumor necrosis factor a ( TNF-a) , plasmino-
gen activator inhibitor 1 (PAI-1),fibrinogen (FIB),C-reactive protein (CRP), WBC and neutrophil percentage
(NEU%). Baseline indicators such as glycated hemoglobin (HbA1lc) ,total cholesterol (TC) ,high-density lip-
oprotein cholesterol (HDL-C) and low-density lipoprotein cholesterol (LDL-C) were tested simultaneously.
According to Wagner grade,DF group was classified into Wagner [ (21 cases), Wagner Il (34 cases), Wagner
Il (60 cases) and Wagner [V (20 cases). SPSS17. 0 software was used for statistical analysis. Results The lev-
els of Lp-PLA2 and IL.-18 in the control group, T2DM group and DF group were gradually increased (P <<
0.05). The level of Lp-PLLA2 and 11.-18 in the group of Wagner [V was significantly higher than those in the
other three groups (P <C0. 05). Univariate analysis showed that age, diabetes course, Lp-PLA2,1L.-18, FIB,
CRP, WBC and NEUY% were risk factors of DF. Multivariate Logistic regression analysis showed that Lp-
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PLA2,IL-18,FIB and CRP were independent risk factors of DF. Conclusion

The increase of serum level of

Lp-PLA2 and I1.-18 is related to the progress of DF. The detection of Lp-PLLA2 and IL.-18 is helpful to evaluate
the severity of DF,and the dynamic detection is also helpful to understand the progress and efficacy of DF.
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1L-18 0. 000 1.024 1.015~1. 032
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WBC 0.001 1.331 1.125~1.574
NEUY% 0. 000 1. 068 1.033~1.105
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IL-18 0.007 1.016 1.004~1. 028
CRP 0. 003 1.114 1.039~1.196
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