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ABSTRACT Objective: To investigate the relationship between microinflammation, nutritional status and immune function in
patients with diabetic nephropathy (DN). Methods: 90 DN patients who were admitted to our hospital from June 2015 to June 2018 were
selected as observation group. They were divided group A (normal albuminuria, UAER<20 p.g/min, n=28), group B (microalbuminuria,
UAER 20-200 pg/min, n=29), group C (proteinuria, UAER>200 p.g/min, n=33) according to the level of urinary microalbumin excretion
rate (UAER). Another 40 volunteers who came to our hospital for health examination during the same period were selected as the control
group. The microinflammation, nutritional status and immune function and other related indicators were detected and compared in all
subjects. Pearson correlation was used to analyze the correlation between microinflammation and nutritional status and immune function.
Results: The levels of C-reactive protein (CRP), interleukin-6 (IL-6), immunoglobulin A (IgA) and immunoglobulin M (IgM) in the
observation group were higher than those in the control group (P<0.05). The albumin (Alb), hemoglobin (Hb), CD3", CD4", CD4"/CDS",
immunoglobulin G (IgG) in the observation group were lower than those in the control group (P<0.05). The CRP, IL-6, IgA and IgM in
group B and group C were higher than those in group A, and those in group C were higher than those in group B (P<0.05). The Alb, Hb,
CD3*, CD4*, CD4"/CD8" in group B and group C were lower than those in group A, and those in group C were lower than those in group
B (P<0.05). There was no significant difference in IgG among the three groups (P>0.05). Pearson correlation analysis showed that CRP
and IL-6 were negatively correlated with Alb, Hb, CD3*, CD4", CD4"/CD8" (P<0.05), they were positively correlated with IgA and IgM
(P <0.05), but they were not correlated with IgG (P >0.05). Conclusion: The patients with DN have different degrees of
microinflammation, immune function decline and malnutrition. It may have certain clinical significance to delay the development of DN
by controlling or eliminating proinflammatory factors, improving immune function and nutritional status.
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Table 1 Comparison of microinflammatory status indicators, nutritional status indicators and immune function indicators between two groups( x:s )

CRP IL-6 Hb CD3" CD4' IgG IgA IgM
Groups Alb(g/L) CD4'/CD8"
(mgmL)  (ng/mL) (g/L) (%) (%) (g/L) (g/L) (g/L)
Control
18.13% 38.79+ 99.21% 76.01% 43.86 16.86%
group 0.74% 0.16 1.79+ 0.28 1.48+ 0.29 1.41% 0.38
4.52 6.87 12.64 10.81 5.13 221
(n=40)
Observation
32.19+ 25.08+ 81.09+ 71.07+ 36.99+ 14.34%
group 5.05+ 1.14 1.39% 0.16 1.89+ 043 2.08% 0.61
5.63 6.93 11.46 9.74 6.14 3.15
(n=90)
t 23.757 13.917 10.438 8.059 2.579 6.179 10.309 4.579 5.495 6.408
P 0.000 0.000 0.000 0.000 0.011 0.000 0.000 0.000 0.000 0.000

2.2 &[5 UAER 7K DN BEHHKIERRILE

B 41 .C 41 CRP.IL-6 IgA IgM ¥ E T A4, HCHFT
B #H(P<0.05),B 40 .C #1 Alb Hb CD3* ,CD4" ,CD4*/CD8* ¥J{ik
T A%, H CHALT B 4H(P<0.05), =4 1gG L EF T8t
SFR(P>0.05), TEWEE 2,
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25 Pearson FH 51347 {7~ , CRP \IL-6 5 Alb Hb ,CD3",
CD4* CD4/CD8" B A3 (P<0.05), 5 1gA IgM S IEAHK(P<
0.05),5 1gG TR EMK(P>0.05), I3 3,
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Table 2 Comparison of microinflammatory status indicators, nutritional status indicators and immune function indicators in DN patients with different

UAER levels(x+s )

CRP IL-6 Alb Hb CD3* CcD4* IgG IgA IgM
Groups CD4'/CDS8*
(mg/mL)  (ng/mL) (g/L) (g/L) (%) (g/L) (g/L) (g/L)
Group A 24.82+ 31.94+ 89.16+ 75.58+ 41.80+ 14.92+
4.13% 0.89 1.64+ 0.33 1.71% 036 1.75+ 0.63
(n=28) 2.35 6.21 10.74 6.55 2.71
Group B 5.05% 31.28+ 25.05+ 83.23+ 71.18+ 37744 141+ 14.114 1.86% 1.96%
(n=29) 0.96* 2.44% 7.09% 8.89% 7.01% 7.91% 0.42% 2.37 0.41% 0.74*
Group C 5.83% 39244 19.28+ 7235+ 67.14% 32244 1.18+ 14.04+ 2.08+ 247+
(n=33) 1.33% 2.66% 6.23%* 12.73%* 8.13%* 9.42%* 0.38%# 1.54 0.55% 0.83%*
F 18.346 25.521 28.615 18.525 9.924 10.657 11.178 1.404 5.164 7.675
P 0.000 0.000 0.000 0.000 0.000 0.000 0.251 0.008 0.001

Note: compared with group A, *P<0.05; compared with group B,"P<0.05.

R 3 MR SERSE IR ISR RE TR IR X o4

Table 3 Correlation analysis of microinflammation status indicators with nutritional status indicators and immune function indicators

CRP IL-6
Project
r r P

Alb -0.551 0.022 -0.601 0.020
Hb -0.732 0.006 -0.701 0.009
CD3* -0.628 0.013 -0.683 0.011
CD4* -0.603 0.018 -0.657 0.013
CD4/CD8"* -0.477 0.030 -0.513 0.034
1eG 0.317 0.263 0.431 0.067
IgA 0.625 0.014 0.573 0.023
IgM 0.687 0.010 0.624 0.015

3 3t
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