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The application value of serum IGFBP-3 combined with Gd-IgA1 in the early
diagnosis of henoch schonlein purpura nephritis in children”
WU Limin,ZHANG Haiyan®
Department of Pediatrics , Xiaogan Central Hospital s Xiaogan s Hubei 432000 ,China

Abstract : Objective To explore the value of combined detection of serum insulin-like growth factor bind-
ing protein-3 (IGFBP-3) and galactose deficiency IgA1l (Gd-IgA1l) in the early diagnosis of Henoch Schonlein
purpura nephritis (HSPN) in children. Methods A total of 105 children with first-episode allergic purpura
(HSP) diagnosed in the hospital from June 2021 to April 2023 were collected as the study subjects,after ad-
mission,the children were grouped into HSPN group and non nephritis group (HSP group) based on whether
the kidneys were involved,and 52 healthy children who underwent physical examination in the hospital were
regarded as the control group (NC group) during the same period. The clinical data of three groups were col-
lected. ELISA method was applied to detect the expression levels of IGFBP-3 and Gd-IgAl in serum and u-
rine. Receiver operating characteristic (ROC) curve was applied to analyze the early diagnostic value of serum
IGFBP-3 and Gd-IgA1l for HSPN. Multivariate Logistic regression was applied to analyze the influencing fac-
tors of early occurrence of HSPN. Results Compared with the NC group,the levels of IgA,IgG,complement
C3,IgA/C3,white blood cells (WBC), red blood cells (RBC), blood platelet count (PLT),serum CysC,and
serum creatinine (sCr) in the HSPN and HSP groups were obviously increased (P <C0. 05), however, there
was no obvious difference in clinical data between the HSPN group and the HSP group (P >>0. 05). The ex-
pression levels of serum IGFBP-3,Gd-IgAl, and urine IGFBP-3/urine creatinine (uCr), Gd-IgAl/uCr in the
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HSPN and HSP groups were obviously higher than those in the NC group (P <C0. 05). Compared with the
HSP group,the expression levels of serum IGFBP-3,Gd-IgAl,and urine Gd-IgA1/uCr in the HSPN group
were further increased (P <C0. 05) ;the ROC curve analysis showed that the area under the curve (AUC) of
combined IGFBP-3 and Gd-IgA1 diagnosis of HSPN was significantly greater than that of IGFBP-3 diagnosis
alone (Z=3.629,P<C0.001) and that of Gd-IgA1 diagnosis alone (Z=2.274,P =0. 023). Multivariate Logis-
tic regression analysis showed that serum CysC,IGFBP-3,Gd IgAl,and urine Gd IgAl/uCr were the influen-
cing factors for the early occurrence of HSPN (P <C0. 05). Conclusion The expression levels of serum IGFBP-
3 and Gd-IgA1l in children with HSPN are obviously increased,which are influencing factors for the early oc-
currence of HSPN. Combined detection of serum IGFBP-3 and Gd-IgA1 levels has practical value for the early

diagnosis of HSPN.
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