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Study on the relationship between inflammatory reaction, humoral immunity and intestinal flora imbal-
ance in patients with primary glomerular disease

WU Jing' ., ZHANG Jun-lin' , TANG Qiong' s XIONG Hua' , MENG Miao® (1. Department of Nephrolo-

gy ,Affiliated Hospital of Jiangnan University , Wuxi, Jiangsu 214000, China ; 2. Department of Gastroenterology s
Wuxi Second People’s Hospital) ™

Objective To explore the correlation between intestinal bacterial flora imbalance and inflammatory re-
sponse and humoral immunity in patients with primary glomerular disease,in order to provide a theoretical basis for early
clinical diagnosis and treatment of primary glomerular disease. Methods From January 2017 to October 2020, 85 pa-
tients with primary glomerular disease and 85 outpatients with physical examination in the same period were selected as
the research objects. They were divided into the research group and the control group. The general clinical data of the two
groups,including age,gender,blood lipid,blood glucose and blood pressure,were collected and compared. Collect 5 ml of
fasting venous blood in the morning, centrifuge the upper serum,and detect serum high-sensitivity C-reactive proteinChs
CRP) .interleukin-6 (11.-6) , interleukin-18 (I1.-18) and tumor necrosis factor by enzyme-linked immunosorbent assay-a
(TNF-a). The levels of serum C3,C4,IgG,IgA and IgM were detected by automatic biochemical analyzer;5g fecal sam-
ples were collected for culture,and the correlation between intestinal flora structure and inflammatory factors and humoral
proteins was analyzed. Results The Escherichia coli (10.42 0.34) logN/g and Yeast (3.56 0.74) logN/g in the study
group were significantly higher than those in the healthy population (9. 68 0. 82) logN/g and (3. 31 0. 54) logN/g.
Bi fidobacterium (7.08 0. 85) logN/g was significantly lower than that of healthy population (8. 99+ 1. 71) (all P <<
0.05). Bifidobacteria and E. coli and TNF in patients with primary glomerulus-a(r =0. 417,0. 765),1L.-6 (+ =0. 358,
0.674),1L-18(r =10. 539,0. 718) and hs CRP(r =0. 617.0. 693) were correlated with inflammatory factors(all P <<
0. 05). Lactobacillus , Bi fidobacterium and E. coli were also correlated with IgA (» =0. 412,0. 426,0. 782),1gG (r =
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0.398,0.375,0.793) ,IgM(r=0.466,0. 369,0. 745) ,C3(r=0. 437,0. 365,0. 719) and C4(r=0.551,0. 348,0. 774) (all

P<C0.05.

Conclusion Changes in intestinal flora structure,abnormal levels of inflammatory factors and immune pro-

teins,and significant correlation between intestinal flora distribution and inflammatory factors and immune proteins in pa-

tients with primary glomerular disease. Clinical diagnosis and targeted treatment can be carried out according to the distri-

bution of intestinal flora.

CIEAGD | intestinal floras primary glomerular disease;inflammation index;serum complement
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Table 1 The comparison of general data between two groups

- R4l Fﬁlﬂ%xﬂaéﬂ ‘
Index Research group ~ Control group X% /¢ P
(n=285) (n=285)

L CV5 o) 37/48 39/46 0.10  0.760
AR (25, 8) 52.63+8.82  54.4449.61  1.27  0.200
SBP(x + s ,mmHg) 125.244+12.59 113.4613.04  5.99  0.000
DBP(x +5.mmHg) 76.1346.62  75.3526.18  0.79  0.430
TG(x %5 mmol/L) 1.1640.24 1,02 £0.34  3.10 0.002
TC(;ir_\- ,mmol/L) 4, 2440, 47 4,0340. 24 3.67 0. 000
HDL-C(x+s,mmol/L)  1.27 £ 0.46  1.4640.45  2.72  0.007
LDL-C(z +5,mmol/L) 3.87+1.15 2.36+£0.52  11.03  0.000
FPG(x +5,mmol/L) 5.31£1.07 4.63£1.05  4.18  0.000

15 - SBP W4 i s DBP R &F 3K R TG 9 H il = B ; TC J & I B ; HDL-C
Ay B IR B 15 LDL-C AR % BE AR 2 A FPG oAy 28 T I i

Note:SBP is systolic blood pressure; DBP is diastolic blood pressure; TG is
triglyceride; TC is total cholesterol; HDL-C is high density lipoprotein; LDL-C is
low density lipoprotein; FPG is fasting blood glucose.
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Table 2 The comparison of inflammatory factors between two groups

SR T Brcdl e B
Inflammatory Research group Control group t P
factors (n=285) (n=85)
TNF-a(ng/L) 20.4548.72 8.67+2.34 12.03  0.000
1L-6(ng/L) 22.41+6.90 8.48+2.36 17.61  0.000
IL-18(ng/L) 5.92+1.73 4.4740. 46 7.47 0. 000

hs-CRP(pmol/L) 302.24416.53  275.43£10.64 12.57  0.000
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TIF 5 2 R % BB 2 % e 93 4 A R 0 &5 2R WL 3 3,
IgA IgG Ml IgM 7K 7 P41 ) b 4 25 52 ¥ Ge i 2%
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Table 3 The comparison of Immunoglobulin between two groups

WraT4H X B 2H

R L A

I lobuli Research group Control group t P

mmunogiobulin - _gs5) (n=85)
IgA 2.95+0.61 3.6640.98 5.67  0.000
IgG 6.7941. 40 10.03+£2.12  11.76  0.000
IgM 1.1240. 37 1.64240. 39 8.92  0.000
C3 1.35+0.18 1.0840. 24 8.30 0. 000
C4 0.27+0.03 0.224+0.04 9.22  0.000

x4 WASREBEEHLK (x£s,logN/g)

Table 4 The comparison of intestinal flora between two groups

i 308 1 W FE 4L ] Xf HE2
Intestinal flora Research group Control group t P
(n=285) (n=285)
FLRRAT 7.75%40.52 7.8470. 89 0.80  0.42
XL T T 7.08+0. 85 8.99+1.71 9.22  0.00
KW A 10. 4240, 34 9.6840.82 7.69  0.00
[a85e5) 3.5640.74 3.3140.54 2.52  0.01
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B 18 RS RAE R T 1T Pearson #H e PEKE 55
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hs-CRP 5§ 4 HE [ F 7K - F7 76 A5 G 1% (3 P <<0. 01)
(5,

x5 RERMEEMKEREEGERESKERFHEXEDH(n=85)
Table 5 Correlation analysis of intestinal flora and inflammatory factors

RIERH T ARITE LK 7 IN A 353
Inflammatory ~ Lactobacillus Bi fidobacterium Escherichia coli Yeast
factors r P r P r P r P

TNF-a 0.201  0.065  0.417 0.000  0.765 0.000  0.086 0.434
1L-6 0.196 0.072  0.358 0.000  0.674 0.000  0.074 0.501
IL-18 0.125 0.254  0.539 0.000  0.718 0.000  0.118 0.282
hs-CRP 0.206 0.059  0.617 0.000  0.693 0.000  0.093 0.397
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A4 18 i RE 2 B 5 S 4 UK P 64T Pearson A
KRG o> B, A5 SR W3 6, BEBER FE 5 R kM E
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il M1 1gM | IgE [7] 1gG H bz B . A i
GE R C3 HMATTRL 5 B E P 2 BT AH O

x6 BEREBMEREEHEARSREEGNHEXESN

(n=385)
Table 6 Correlation analysis of intestinal flora and immunoglobulin
G FRATE WEHT N sin 353
* ~ Lactobacillus Bifidobacterium  Escherichia coli Yeast
Immunoglobulin
r P r P r P r P
IgA 0.412  0.000 0.426  0.000 0.782  0.000 0,017 0.877
IgG 0.398 0,000 0.375  0.000 0,793  0.000 0,025 0.820
IgM 0.466 0,000 0.369  0.000 0.745 0,000 0.109 0.321
C3 0.437  0.000 0.365  0.000 0.719  0.000 0.092  0.402
C4 0.551 0,000 0.348  0.000 0.774  0.000 0.028 0.800
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