N B BE R 2222 ) J Xuzhou Med Univ 2021,41(11) - 823 -

HEMEREILFERER B/E BT SME Gd-IgAl,
TGF-p1 % IGF-1 B9t X 94
ARFE KRR E.THR .EE . HFEm

(1. T 5 S R g 4 P 4 A B e, A M B Rh K 2 B I8 4 i 5 B JLRL VT8 fE i 2238005
2. WA E G LE IR f5iE 223800)

FEE. B 65 Ml e S (HSP) BOL I8 BB OBUSE FF B 5 K 38 A 3 80 22t (B/E (ED 28 4k 5 1 7% 11
BEEAL IgA1(Gd-IgAD % b A K N F-B1(TGF-BD) M i i FAEAE KN F-1(AGF-D WM., F 3 8 2018
F1 A % 2020 4F 5 H FE R R SAK IS e 4 A1 1 R e LB BE ) 128 Bl HSP B LR S BT 5T 4, iR 48 2 5 B
AR Sy R 33 ISP 4 73 40 RS 1 48 (HSPND 4 55 4, 55 1 B ) 203 4 jE MG JL 2 50 il 1 g o R4l . R
YT 16S rDNA 28 1t PCR B A A DU 2 1 vy SUEL AT B AR AT DA 40, 9T 1T 5 B/E {8 . SR FHIC fo 5 W e v
R I 1 v (% Gd-1gA1 . TGF-1 & IGF-1 K, #iT B/E{H 5 M7 Gd-1gA1 . TGF-B1 K& IGF-1 Z [a] (A7 5C M .
R HSP 48 LS 1 ST T A B/E (8 ¥4I T4 B 4L, KM FF 5 40 F iE Gd-1gALl, TGF-B1.1IGF-1 7K -
1w T X5 B4 (P<<0. 05) ; HSPN 41 /&2 )L i 38 3B AT W Al B/E B AR T 538 HSP 41, KW T 580 & A il i Gd-
IgA1l.TGF-B1.IGF-1 /K¥- & T %3 HSP #H (P<C0. 05) ; Pearson #0543 #7 .78 . HSP # L% i i B B/E {8 5 1l
# Gd-1gA1 . TGF-B1 K& 1GF-1 ¥ A1 (r= —0. 686, —0. 652, —0. 598, P<C0.05), % HSP # LIl # i
FETE TR B TR R PR 2R B0, B HSPN iR JL B/E {B F# KT 8] i ; Gd-1gA1. TGF-B1 & IGF-1 ¥£ 5 HSPN ) k£ &
J b AR L 5 M 3 ARG R BB — e A e,

SRR - o MR SR W B R s B/E (B IRBE A Tg AL B Ab AR K 715 B B E AR AE KR IF -1

FESES RI25.5 XEARERD A X EHS:2096-3882(2021)11-0823-04

DOI:10. 3969/j. issn. 2096-3882. 2021. 11. 008

Correlation between B/E value in the intestinal flora and serum Gd-IgAl, TGF-B1
and IGF-1 in children with Henoch-Schonlein purpura

YAN Jingjing' , ZHANG Jingrong', YU Qiao', LU Lu*, JIANG Yazhou'

(1. Department of Pediatrics, Sugian Hospital of Nanjing Gulou Hospital Group, the Affiliated Hospital of
Xuzhou Medical University Sugian Hospital, Suqian, Jiangsu 223800, Chinaj;
2. Department of Pediatrics, Sugian Maternal and Child Health Hospital, Suqian, Jiangsu 223800)

Abstract: Objective To analyze the correlation between the ratio of bifidobacterium to Escherichia coli (B/E
value) and serum galactose-deficient IgAl (Gd-IGA1), transforming growth factor-f1 (TGF-1) and insulin-like
growth factor-1 (IGF-1) in children with Henoch-Schonlein purpura (HSP). Methods A total of 128 HAP chil-
dren who were admitted into Department of Pediatrics, Suqgian Hospital of Nanjing Gulou Hospital Group from
January 2018 to May 2020 were enrolled into the current study. According to the impact on the kidneys, they were
divided into two groups: a normal HSP group (n=73) and a Henoch-Schonlein purpura nephritis (HSPN) group
(n=55). Meanwhile, another 50 healthy children were selected as a control group. The number of bifidobacteri-
um and Escherichia coli in feces was detected by 16S rDNA fluorescence quantitative PCR, and the B/E value was
calculated. The enzyme-linked immunosorbent assay was used to detect the levels of serum galactose-deficient
IgAl (Gd-IGA1), transforming growth factor-f1 (TGF-81) and insulin-like growth factor-1 (IGF-1). The corre-
lation between B/E value and serum Gd-IGA1, TGF-1 and IGF-1 was explored. Results Compared with the

control group, the HSP group presented remarkable decreases in the number of total intestinal bifidobacterium and
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B/E value, and increases in the number of Escherichia coli and the levels of serum Gd-IgAl, TGF-f1 and IGF-1

(P<<0.05). Compared with the normal HSP group., the HSPN group showed significant decreases in the number

of intestinal bifidobacterium and B/E, and the number of Escherichia coli and the levels of serum Gd-1IGA1, TGF-

B1 and IGF-1 (P<C0.05). According to Pearson correlation analysis,t intestinal flora B/E value was significantly
negatively correlated with serum Gd-IgAl, TGF-81 and IGF-1 (r=—0.686, —0.652, —0.598, respectively, P

<C0.05). Conclusions The intestinal flora of children with HSP was dysregulated, and the decrease of B/E value
is more obvious in children with HSPN. Gd-IGA1l, TGF-81 and IGF-1 are all involved in the pathogenesis of

HSPN, which may have a certain correlation to intestinal flora dysregulation.

Key words: Henoch-Schonlein purpura; intestinal flora; B/E value; galactose-deficient IgAl; transforming

growth factor-f1; insulin-like growth factor-1
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