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[Abstract] Objective To explore the auxiliary role of commonly used biochemical and immune indica-
tors IgA/C3 and CysC in the diagnosis of primary IgA nephropathy (IgAN) in children,and to provide new i-
deas for the early diagnosis of primary IgAN in children. Methods A total of 20 biochemical and immune
markers related to renal function were detected in serum samples of the three groups: 49 children with IgA
nephropathy (the IgAN group) ,30 children with other glomerular diseases (the non IgAN group) who were
diagnosed by renal biopsy and collected from August 2015 to July 2019 in Tianjin Children’'s Hospital and 30
healthy children from the physical examination center (the control group). Then the datas were statistically
analyzed,and the indicators with potential specificity for the diagnosis of children’'s IgAN were screened out,

and their diagnostic values were evaluated. Results Among the 20 common clinical indicators,IgM,C3,C4,UA,
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HDL-C,APOA1 were not statistically different among the 3 groups (P >0. 05),1gG, CREA, BUN, 2MG,
TP,ALB, TCHO,TG,LDL-C,APOB,LP(a) were statistically different between the nephropathy group (the
IgAN group and the non-IgAN group) and the control group (P<C0.05),but there were no statistical differ-
ences between the IgAN group and the non-IgAN group. IgA/C3,1gA,and CysC were significantly different
between the IgAN group and the non-IgAN group,and between the IgAN group and the control group (P <
0.05). The ROC curve showed that the AUC values of IgA/C3,IgA and CysC in the differential diagnosis of
the IgAN group and the control group were 0. 89,0. 74 and 0. 79, respectively. Since the correlation between
IgA and IgA/C3 was high (+>>0.6) and IgA was not independent marker,IgA was removed from the model.
IgA/C3 and CysC were selected as two indicators with higher diagnostic value,and the ROC curve graph was
drawn together. The results showed that the AUC value in the differential diagnosis of the IgAN group and
the control group could be increased to 0. 930, which indicating that the combination of two clinical indicators
could improve the diagnostic performance. The AUC values of IgA/C3,IgA and CysC in the differential diag-
IgA/C3,CysC and

their combined detection have high application value in auxiliary diagnosis and differential diagnosis for children with

nosis of the IgAN group and the non-IgAN group were 0. 868,0. 852 and 0. 607. Conclusion

IgAN.
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IgG.IgA.C3.C4. UA ALB. TG.LDL, H:4x 12 Wi ¥y
FAEIES A WLE 1,

=1 IgAN 4@ . 3F IgAN AR EEXRABERIEIRIEE (2 5, P (MH M E B EE))

WiH IgAN 4 (n=149) Il IeAN 4 (n=30) IEH X R (n=30) P
B = 20 2.06 :1.00 2.00 : 1.00 2.00:1.00 =>0.05
R () 9. 0842, 60 9.60%3.70 8. 644,32 =0.05
IgA(g/L) 2.3040.83 1.3240.56 1.2640.86 <0. 001
1gG(g/1L) 6.89+2.79 6.86+1.73 6.36+1.76 <20.001
IgM(g/L) 0.98(0.77.1.29) 1.03(0.72,1.23) 1.17€0.77,1.76) =>0. 05
C3(g/L) 1.1540. 29 1.1240.19 1.1440.32 =>0. 05
Ca(g/L) 0.30+0.11 0.34+0.12 0.33+0. 28 =>0.05
IgA/C3 1.86(1.40,2.52) 1.060.72,1. 22) 0.69(0.41.1.51) <0. 001
CREA(pmol/L) 49(40,64) 46(38,58) 37(31,46) 0. 001
BUN(mmol/L) 4.6(3.8,5.8) 4.7(3.9,5.3) 3.55(3.2,3.9) 0.001
B2MG(mg/L) 2.00(1.77,2.41) 1.92(1.79.3.23) 1.51(1.40.1.61) <20. 001
CysC(mg/L) 0.96(0.88,1.19) 0.83(0.80,0.92) 0.81(0.72,0.85) 0.007
UA(pmol/L) 305.73480. 61 316.57+72.55 293. 6442, 17 =>0. 05
TP(g/L) 62.9(52.2.69.3) 67.2(52.2.,71.3) 74.0(71.1.76. 1) <0. 001
ALB(g/L) 35.17+8.94 37.17+3.65 48.4+1.07 <20. 001
TCHOC(mmol/L) 4.84(4.11,6.28) 4.43(3.75,5.38) 3.87(3.73,4.47) <0. 001
TG(mmol/L) 1.8941.03 2.041.47 1.0940. 26 <20. 001
HDL-C(mmol/L) 1.55(1.29,1.85) 1.54(1.38,2.13) 1.53(1.35,1.86) >0.05
LDL-C(mmol/L) 4,03+2.23 4,.71+2.37 2.51+0.67 0.002
APOA1(mg/dL) 146(130,180) 149(135,200) 147(133,176) =>0. 05
APOB(mg/dL) 102(73,156) 108(71,136) 68(58,81) <20. 001
LP(a) (nmol/L) 45, 8(26.1,894. 2) 48.0(23.2,149.3) 12.7(6.9,42.6) 0. 001
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