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[ Abstract] Objective To explore the changes in the levels of vitamin D hinding protein ( VDBP) and vitamin D receptor (VDR) in
the peripheral blood of children with Henoch — Schonlein purpura (HSP) and their relationship with the balance of Th17/Treg. Methods A
total of 55 children diagnosed with HSP in Children’ s Hospital Affiliated to Nanjing Medical University from December 2019 to December
2020 were selected as the HSP group, and 50 healthy children in the same period were selected as the control group. Quantitative reverse
transcription — polymerase chain reaction (QRT — PCR) was used to detect the level of VDR mRNA in peripheral blood, and enzyme — linked
immunoassay was used to detect the level of VDBP. Western blotting was applied to detect the expression of VDR protein. Flow cytometry was
used to detect the ratios of Th17 and Treg cells. Pearson method was used to analyze the correlation between VDBP and VDR expression and
the correlation between the two and Th17/Treg. Receiver operating characteristic curve (ROC) was used to evaluate the diagnostic value of
serum VDBP and VDR levels for the occurrence of HSP. Results Compared with the control group, the expression level of VDBP in the pe-
ripheral blood of children in the HSP group was significantly down — regulated, the expression level of VDR was up — regulated, and the
difference was statistically significant (P <0.05). Th17 and Th17/Treg of children in HSP group were higher than those in control group, and
Treg was lower than that in control group. VDBP was positively correlated with Treg (r =0.358, P <0.05), and negatively correlated with
Th17 and Th17/Treg (r= -0.436, -0.606, P <0.05). VDR was positively correlated with Th17 and Th17/Treg (r =0.433, 0.696, P <
0.05), and negatively correlated with Treg (r = —0.385, P <0.05). There was a significant negative correlation between VDBP and VDR in
peripheral blood of children with HSP (r = -0.316, P <0.05). ROC results showed that the area under the curve (AUC) of VDR and VDBP
levels predicting children with Henoch — Schonlein purpura was 0.732 and 0.933, respectively, and the corresponding sensitivity was 67.27%
and 94.55% , and the specificity was 80.00% and 78.00% , respectively. The AUC of the combination of the two predicting children with He-
noch — Schonlein purpura was 0. 946, the sensitivity was 85.45% , and the specificity was 90.00% . Conclusions VDBP expression is signifi-
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cantly low in peripheral blood of children with HSP, and VDR expression is significantly high, which is closely related to Th17/Treg. The com-

bined detection of VDR and VDBP contributes to the diagnosis of the occurrence of HSP, which has important clinical value.
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A M VDR mRNA JKF- o SR Tizol 30 77] S HUR
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