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Determination and Clinical Significance of Serum IL-6 and 8-1s0-PGF2a in
Patients with Diabetic Peripheral Neuropathy*
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ABSTRACT Objective: To investigate the levels and clinical significance of serum IL-6, 8-is0-PGF2a in diabetic peripheral
neuropathy patients. Methods: 25 DM Diabetic Mellitus patients 55 DN  Diabetic Neuropathy patients and 25 health people were
chosen. Serum IL-6.in the 3 groups were detected through ELASA. Results: Serum IL-6 and 8-iso-PGF2« level were significantly higher
in the DM and DN groups than the control group P<0.05) Serum IL-6 level was higher in the DN group than in the DM group but there
was no significantly difference between two groups P>0.05) Serum 8-iso-PGF2« level was significantly higher in the DN group than in
DM group (P<0.05). Conclusion: This research showed the 8-iso-PGF2«a had effect on the diabetes and diabetes nerve pathological
changes. But it was not considered that IL-6 had effect on DN.
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Table 1 Clinical data of DM group, DPN group and normal control group

() BMI FPG HbAlc TG TC
Group Age « /7)) (kg/m? (mmHg)Systolic (mmHg) (mmol/L) (%) (mmol/L) (mmol/L)
DM 53.5% 3.6 18/7 24.8+ 3.6 1344+ 9.3 83.2% 5.1 8.0 1.4* 7.9+ 1.3* 1.5£ 0.8 49+ 13
DN 542+ 43 32/23 25.6£ 2.9 1352+ 11.1 84.0+ 5.0 7.9+ 2.1* 8.1+ 1.4° 1.9+ 1.6 52+ 1.1
C 52.6% 3.2 17/8 24.7+ 3.0 131.6+ 9.3 809+ 7.6 4.5+ 0.5 54+ 1.2 1.4+ 0.6 4.7+ 14
BMI FPG HbAlc TC TG a P<0.05,

Note: BMI: body mass index; FPG: fasting plasma glucose; of HbAlc: glycated hemoglobin; TC: total cholesterol; TG: triglycerides; a: compared with

normal control group (P <0.05)
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Table 2 Value of serum IL-6, 8-iso-PGF2« in DM group, DN group and normal control group

Group (n) IL-6 (ng/mL) 8-is0-PGF2a(pg/mL)
DM 25 33.2+ 25.9° 83.5+ 55.5°
DN 55 47.4% 40.0° 182.8+ 97.8®
C 25 9.4+ 52 30.7+ 14.5
a P<0.05 b DM P<0.05,

Note: a: compared with normal control group (P <0.05); b: compared with DM group (P <0.05)
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