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Expression and role of HMGB1 in serum of patients with diabetic nephropathy
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[Abstract] Objective:To elucidate the role of HMGBI1 in the pathogenesis of diabetic nephropathy by detecting serum
concentrations of HMGB1 and related inflammatory factors and oxidative stress makers in patients suffer with diabetic nephropathy.
Methods : Collected clinical data and blood samples of 120 cases of diabetic nephropathy and 60 cases of simple diabetic patients.
The patients with diabetic nephropathy were divided into two groups according to the 24 hours urinary albumin quantitative,
microalbuminuria group (n=60) and macroalbuminuria group (n=60). HbAlc,TC,LDL-C,HDL-C, TG, creatinine of the samples were
detected. Enzyme-linked immunosorbent (ELISA) was used to detect the concentration of HMGB1,RAGE,TNF-a and MDA of three
groups. Results: (D Compared with simple diabetes group,the serum concentration of HMGB1,RAGE  TNF-o and MDA significantly
increased in two groups of diabetic nephropathy,and the difference is statistically significant(P < 0.01). @ The serum concentration of
HMGBI,RAGE,TNF-a and MDA was highest in macroalbuminuria group of diabetic nephropathy. @ The expression of HMGB1 was
positively correlated with RAGE, TNF-o. and MDA. Conclusion:The serum concentration of HMGB1 was significantly increased in
patients with clinical diabetic nephropathy.With the deterioration of albuminuria,the expression of HMGB1 gradually increased. HMGB1
may participate in the development of diabetic nephropathy by promoting inflammation and oxidative stress.
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Table 1 Comparison of clinical data of patients in three groups (X£59)
A PRI ZH (n=60) e L R (n=60) KREHEARA(r=60)
(%) 57 £ 15 58 + 15 63 = 10
TR /%) 24/36 34/26 32/28
R (AF) 6.64 + 6.92 9.05 + 7.22 11.40 + 6.41**
REFE £ (kg / m?) 24.16 £ 3.12 25.42 + 3.57 24.42 +3.87
W4 (mmHg) 134.98 + 19.00 138.75 = 17.95 160.68 + 23.20* *#
# 7k H (mmHg) 76.33 = 10.23 79.62 = 10.43 86.40 + 12.86**
HbAlc(%) 9.04 +2.23 8.89 + 2.30 8.44 + 1.90
TC(mmol /L) 4.60 + 0.92 3.96 + 1.24" 491 + 176"
TG(mmol /L) 1.66 + 0.82 1.90 = 1.20 2.10 + 1.66
HDL-C(mmol /L) 1.20 £ 0.24 1.64 £ 0.76*" 1.31 = 031"
LDL-C(mmol /L) 2.49 + 0.62 2.77 = 0.96 3.14 +1.28**
24hUPQ(mg) 19.30 + 18.10 93.04 + 66.91 192545 + 1 819.80" *#
LT pmol /L) 60.57 + 19.56 74.40 + 42.44 173.65 = 114.40* *#
Hrap R HLE, " P < 0.05,* P < 0.01; 5fid A& A R4 L, *P < 0.05,%P < 0.01,
F2 3AEENFPEERREELRE
Table 2 Comparison of expression of four indicators in three groups (X£59)
e DU PRALHR PRI (n=60) i A H IR (n=60) Kid HEF KA (n=60)
HMGBI1(pg/ mL) 345.07 + 229.26 771.06 + 324.54" 1 876.66 + 863.53" *#
RAGE(ng/mL) 1.66 + 1.32 231 +£222° 7.25 £ 0.95"#
TNF-a(pg/mL) 8.96 + 4.83 16.49 + 6.98" 77.92 + 7.77**#
MDA (ng/mL) 15.53 + 19.5 121.70 + 113.30 301.03 + 139.48 *#

5ol R4 LLER, " P < 0.05,

*£3 3AEEMED HMGB1 5 RAGE . TNF-a MDA #
HEMES
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PfE < 0.01 < 0.01 < 0.01
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