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The relationship between four-item urinary protein testing and IGF-1 and
MCP-1 levels in children with Henoch Schonlein purpura and renal damage”
ZHANG Zhenru
(Department o f Clinical Laboratory ,Children’s Hospital of Xuzhou , Xuzhou, Jiangsu 221000, China)

Abstract:Objective To investigate the changes of four-item urinary protein testing,including urine im-
munoglobulin G (IgG) ,urine microalbumin (MA) ,urine alpha 1- microglobulin (alpha 1-MG) , urinary trans-
ferrin (TRF) and the levels of monocyte chemoattractant protein -1 (MCP-1) and insulin-like growth factor -
1 (IGF-1) in children with Henoch Schonlein purpura (HSP) and their relationship with renal damage. Meth-
ods 60 cases of HSP admitted in the hospital from March 2016 to March 2017 were selected as the observa-
tion group. According to the occurrence of renal injury,they were divided into observation group I (30 cases)
and observation group II (30 cases). 60 healthy children who underwent the health assessment in the hospital
were selected as the control group. The levels of four items of urinary protein, MCP-1 and IGF-1 were detected
and compared. Results The four items of urine protein (IgG, MA, alpha 1-MG and TRF) and IGF-1 and
MCP-1 levels in the observation group were significantly higher than those in the control group,and the differ-
ences were statistically significant (P <C0. 05). The four items of urine protein (IgG, MA, alpha 1-MG and
TRF) and IGF-1 and MCP-1 levels in observation group I were higher than those in the observation group II
(P<C0.05). There was no statistically significance in the four items of urine protein (IgG,MA,alpha 1-MG
and TRF) levels in the children with different renal damage classification (P>0. 05), but IGF-1 and MCP-1
levels increased with the increase of the renal damage classification (P<C0. 05). Conclusion The four items of
urine protein (IgG,MA ,alpha 1-MG and TRF) and IGF-1 and MCP-1 levels can be used as an early sensitive
indicator for the diagnosis of HSP. IGF-1 and MCP-1 are involved in the process of renal injury caused by He-
noch Schonlein purpura.
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