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Relationship between microinflammatory status and malnutrition in patients with diabetic nephropathy WANG 1i".
Zhuhai Peoples Hospital. Zhuhat 519000 , China

Abstract Objective; To analyze the relationship between microinflammation and malnutrition in patients with diabetic
nephropathy. Methods: 106 cases of diabetic nephropathy receiving hemodialysis in our hospital were selected as the research
objects during the period from May 2014 to May 2016, and were randomly divided into routine hemodialysis group and com-
bined hemodialysis group ( conventional hemodialysis + hemoperfusion). Fifty-three cases of diabetic nephropathy not re-
ceiving hemodialysis treatment served as control group. Before and at 3rd, 6th, 9th and 12th month after treatment, serum
C-reactive protein (CRP) and interleukin -6 (IL-6) , serum albumin (Alb) , hemoglobin (Hb) , cholesterol (Ch), serum
creatinine ( SCr) , and blood urea nitrogen ( BUN) were analyzed by SPSS20. 0 statistical software. Results: (DThe CRP and
IL-6 levels in the conventional hemodialysis group were lower than in the control group with the difference being significant
between the two groups (P <0.05). The CRP and IL-6 levels in the combined hemodialysis group were lower than in the
control group and conventional hemodialysis group with the difference being significant between the combined hemodialysis
group and control group or conventional hemodialysis group (P <0.05). @Hb, Ch and Alb levels in the conventional hemo-
dialysis group were higher than in the control group with the difference being significant between the two groups (P <0.05).
Hb, Ch and Alb levels in combined hemodialysis group were significantly higher than those in control group and conventional
hemodialysis group (P <0.05). @There was a correlation between CRP with 1L-6, Hb, Ch and Alb. Conclusion; Com-
bined hemodialysis can improve the microinflammatory status and malnutrition in patients with diabetic nephropathy, and
there is correlation between microinflammatory indicators and nutritional indicators in the process of diabetic nephropathy.
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124~ 11.9 4.4 11.2 +5.3*"
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%2 3HARFBTUMERBRLEK (% +s)
20 3 151 SCr( wmol/L) Hb(g/L) Ch( mmol/L) Alb(g/L) BUN(mmol/L)
<+ P8 28 53
EIT AT 163.4 +83.2 91.6 +12.7 4.5+0.6 26.3 5.1 34.3+12.3
3R 172.8 +86.4 83.3+13.4 1.1+0.6 24.4 +5.3 30.3+11.9
6 A 190.4 +£95.6 78.1+15.6 2.1+0.8 23.5+5.3 27.4%11.2
9AA 201.6 +103.4 76.8 £15.1 3.6+0.9 22.2+5.1 23.3+10.8
2AA 212.7 +118.1 73.6 +14.8 4.3+0.4 21.1+4.9 20.4+11.9
ML T4 53
T AT 629.4 +273.1 88.6+23.6 4.1+0.7 26.1+6.2 13.7 +9.8
34A 556.7+179.4*  91.1%21.2° 2.3+1.4" 24.9+7.1" 17.1+£8.7"
6 ™A 439.5+134.6°  96.1£20.6" 3. 67 23.2+5.9" 20.1+10.6"
9AA 388.2 +157.4%  97.1+21.2° 4. 2F 24.1+6.3° 21.3+9.2°
12/~ A 349.3 £102.1° 100.1+19.6° 5.9+1.3" 24.9 +5.4" 23.6+8.5"
A EMM 53
T AT 615.1 £271.4 89.6 +£26.3 4.2+1.0 24.9+7.1 24.8 £8.1
34A 537.7 £216.5"% 102.2 +24.9** 3.1+0.9** 27.7 +6.8** 20.2+8.6**
6MA 416.4 £156.7°% 116.4 £21.3** 4.2+1.1"* 32.7+6.3" 17.3£11.2**
9IAA 351.1+135.5*% 119.5 +21.8** 5.2+1.0"* 34.2£6.4"* 13.9+9.2**
12 A1 303.6 +99.5** 123.4+17.1** 6.4+1.2"* 35.7+7.2** 11.9+9.1**
%3 MRERTESERERN XKL (R HE)
IL-6 SCr Hb Ch Alb BUN
CRP 0.021 0.033 0. 002 0.014 0.016 0.027
IL-6 0.742 0.622 0.753 0.887 0. 694
SCr 0.023 0.034 0.010 0.538
Hb 0.587 0.718 0.031
Ch 0. 644 0.047
Alb 0.038
BUN
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