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[ Abstract] Background The long—term prognosis of IgA vasculitis (IgAV ) depends on thedegreeof renal damage.
Studies on the pathogenesis of renal injury in IgAV have found that cytokines play an important role in mediating and driving the
process of renal damage. Objective To investigate the significance and value of cytokine in the process of renal damage in IgAV
by exploring the changes of serum cytokine level in children with IgAV renal damage. Methods 194 IgAV children hospitalized
in the Department of Pediatric, Shengjing Hospital of China Medical University from January 2018 to June 2020 were selected as
research subjects. They were divided into [gAV group (n=97 ) and IgAV renal damage group (n=97) according to the presence
or absence of renal damage, and 60 healthy children who underwent physical examination in the pediatric health department
of our hospital during the same period were selected as the control group. The cytokines (1L-2, 1L-4, 1L-6, 1L-10, IL-
17, IFN-+v, and TNF-a ) , absolute lymphocyte count, immunoglobulin A, and immunoglobulin E were collected from
the children. Multivariate Logistic regression was used to analyze the factors influencing IgAV renal damage, and the receiver
operating curve ( ROC) of the diagnostic value of cytokines on the characteristics of IgAV renal damage was drawn. Results

The IL-2 level in the 1gAV group were higher than those in the IgAV renal damage group and the control group, and the 11.-2
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level in the lgAV renal damage group was higher than that in the control group ( P<0.05) ; IL—17 level in the IgAV renal damage
group were higher than those in the IgAV group and the control group, and IL-17 level in the 1gAV group was higher than that
in the control group ( P<0.05) ; IL-6, 1L-10, and TNF -« level were higher in the IgAV renal damage group than those in
the 1gAV renal damage group and the control group ( P<0.05) ; IFN--y level were higher in the 1gAV renal damage group and
the control group than that in the IgAV group ( P<0.05) . Multivariate Logistic regression analysis showed that 1L-2, 11.-17,

IFN- v, and TNF-« were influencing factors in developing IgAV renal damage ( P<0.05) . The AUC of IL.-12 for predicting
[gAV renal damage was 0.589, with a sensitivity of 38.0% and specificity of 47.0%. The AUC of IL-17 for predicting IgAV renal
damage was 0.621, with a sensitivity of 47.4% and specificity of 77.3%. The AUC of IFN-y for predicting IgAV renal damage
was 0.688, with a sensitivity of 75.0% and specificity of 55.7%. The AUC of TNF-a for predicting IgAV renal damage was
0.614, with a sensitivity of 42.0% and specificity of 37.0%. The AUC of IL-17 and IFN-+vy combined for predicting [gAV renal
damage was 0.710, with a sensitivity of 71.1% and specificity of 66.0%. Conclusion Serum cytokines IL-17 and IFN- v are
closely associated with the development of renal damage in IgA vasculitisrenal damage, early detection of both levels and dynamic

monitoring of their changes can serve as an early warning for early detection of renal involvement and adjustment of treatment
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Table 1 Comparison of age and sex among IgAV renal damage group,
IgAV group, and control group
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Table 2 Comparison of cytokines among IgAV renal damage, IgAV, and control groups
415 sk -2 114 11-6 IL-10 IL-17 IFN-y TNF-«
xR4T 60 078 (060, 1.02) 139 (114, 1.80) 277 (1.84, 5.54) 198 (1.56, 2.30) 697 (595, 9.10) 143 (117, 1.7) 1425 (1.1, 1.88)

0.99 (0.71, 1.28) " 1.79 (1.38, 2.24)
1.16 (0.84, 150) ™ 156 (1.22, 2.11)

IAV EBEL 97
IgAV 41 97

229 (175, 3.89)
3.82 (243, 658) "

207 (1.61, 2.85)
271 (2,08, 3.68) " 897 (6.62, 10.75) ™ 1.03 (0.81, 1.32) ™ 1.86 (145, 237) "

10.62 (747, 1406) " 135(1.09, 1.68) 1.61 (1.25, 1.98)

H{E 25759 12,517 19.941 37.234 28236 33.495 17.363
P <0.001 0.200 <0.001 <0.001 <0.001 <0.001 <0.001
e IL= A K, IFN= T, TNF= MURIRSEHE T * 208 SXH IR AL, P<0.05; " R85 1AV B EA L, P<0.05

R3 IgAV BERHIELT 1AV 4 IgA | TgE Mtk EAnpp s w45 i

Table 3 Comparison of absolute counts of IgA, IgE, and lymphocytes between IgAV renal damage and IgAV groups

19 il fg,TME TWTs NK (M (P, BBHEAEM(Py, ‘E‘Tiﬁﬁ’ﬁ NK 54 BBIREAMHEL IsA (M (Py, | gk
4 (%) Py), %) Py), %) (M (Ps, Ps) ) (M(Ps, Ps) ) (M(Ps, P) ) Py), gL)  (M(Ps, Pys), gL)
LAV EfEA 97 63.6+102 107078, 132) 1130 (790, 1800) 21.10 (16.19, 26.60) 1262 (843, 1762) 228 (138, 362) 371 (260, 609) 2.60(193,3.28) 82.85 (29,59, 173.50)
AV 97 594593 097(081, 1.30) 1245 (8.10, 1897) 2555 (1953, 31.10) 1156 (724, 1420) 209 (156, 333) 453 (324, 618) 2.05(1.53, 274) 665 (32.89, 180.00)
w () fif 3.030" 0453 -0.803 3375 -1917 -0.254 -1.260 22618 -0.022
Pl 0.003 0,651 0422 0.001 0.055 0.799 0.208 0.009 0972

TE: " FOR i NK= BRI, Te= ik
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9 0.710, RECE N 71.1%, Fr57EH 66.0%. AR
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3 it
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Table 4 Multivariate Logistic regression analysis of factors influencing

renal damage in children with IgAV

Wald

AR B SE e P{i OR{H 95%Cl
BT R4 -0.023  0.023 0991 0.059 1.164 (1.001, 1.354)
MOBKE4IM 0.026  0.025 1.016 0.135 1.042 (0.987, 1.100)

IgA -0.206 0.164 1.581 0.150 0.781 (0.558, 1.093)

IL-2 0.934 0391 5695 0018 2715 (1.186, 6.214)

IL-6 0.052 0.039 1.806 0.142 1.062 (0.980, 1.152)

IL-10 -0.015 0.110 0.019 0.533 0.928 (0.735, 1.173)

IL-17 -0.105 0.040 6.720 0.015 0.904 (0.833, 0.981)

IFN-~y -1.712 0.428 16.004 <0.001 0.163 (0.065, 0.404)

TNF- 0.524 0291 3249 0.036 1.892 (1.042, 3.434)
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Figure 1 ROC of 1L-2, IL-17, IFN-vy, TNF-a and combined
diagnosis of IL-17 and IFN-y to predict the development of renal damage
in [gAV
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