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Study on application value of serum IgA/C3 ratio in assistant diagnosis of IgA nephropathy
LIU Chuanjiang
(Department of Clinical Laboratory sthe People’s Hospital o f Macheng sMacheng  Hubei 438300, China)

Abstract:Objective To explore the application value of serum IgA/C3 ratio in auxiliary diagnosis of IgA
nephropathy. Methods From January 2012 to December 2016,80 cases of primary IgA nephropathy diagnosed
by renal biopsy,120 cases of other glomerular diseases and 100 healthy people who underwent physical exami-
nation were selected as the research subjects. The serum levels of IgA and C3 were detected,and the sensitivity
and specificity of serum IgA/C3 ratio in the diagnosis of IgA nephropathy were calculated,and the correlation
with the clinical features of the patients was analyzed. Results The serum IgA/C3 ratio of patients with IgA
nephropathy was significantly higher than that of non IgA nephropathy patients and healthy persons, and
difference was statistically significant (P<C0. 05). The sensitivity of the diagnosis of IgA nephropathy was
79. 41% , the specificity was 68. 36 % ,the area under the ROC curve was 0. 758 ,and the cutoff value was 2. 28;
the more obvious the IgA immunofluorescence staining of the IgA/C3 ratio in renal biopsy tissue was, the
higher the IgA/C3 ratio was,and difference was statistically significant (P<C0. 05). But there was no signifi-
cant correlation between the IgA/C3 ratio and the histopathological classification of patients with IgA ne-
phropathy,and the difference was not statistically significant (P>>0. 05). Conclusion The serum IgA/C3 ratio
is related to the pathological changes and condition of patients with IgA nephropathy,which can be used as an
important auxiliary means for clinical diagnosis and has certain application value.
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HDL .LDL-C /K- 23 4755, Alb /K- B 25 F [, 25 5
WA S it X (P<<0.05), W1,

*1 SHMRTEHERERITLE

EiFE IgA B R4l (n=280) 4k 1gA BR 4 (n=120) fit B X B 4 (n=100) p

W (TEs, ) 42.5+£11.7 43.3+£12.8 41.7+13.4 >0.05
P CR A, Y0 42(52.5) 58(48.3) 54(54.0) >0.05
i 45 JE (4= 5, mmHg) 121.5415.4 125.7417.9 123.6418. 4 =0.05
#F 3K I (T4 s, mmHg) 78.8410.3 77.2+11.6 80.7+£13.7 >0.05
24 h JR % ([ M(min~max) , g 1.34(0.47~2.91) 3.15(1.49~5.57)¢ 0.09(0.05~0.13) <0.05
Alb(z£s,g/L) 40, 746, 470 27,345, 9¢ 47.846.9 <0.05
Hb(z+s.g/1) 125.4415. 7 135.24:17.3 131.94:19. 3 >0.05
BUN(zZ+s,mmol/L) 7,462, 33b 6.5742.51¢ 4.38+1.74 <0.05
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i tr TgA B 4L (n=80) Ik IgA B4l (n=120) filt FfEXof B 20 (n=100) P

TG(Z=+s,mmol/L) 1.33(0.73~2.20)" 2.14(1.24~3.67)¢ 1.07(0.63~2.07) <0. 05
TC(z+£s,mmol/L) 4,73+1.62° 7.94+3.31° 4,57+1.52 <0. 05
HDL(Z+s,mmol/L) 1.2740.472 1.7540. 62° 1.3440. 42 <20. 05
LDL-C(Z=£s,mmol/L) 2.37+0.94% 4.87+2. 64¢ 2.584+0.63 <20. 05
IgA(T+s.g/L) 3.3941. 21 2.32+0.95 2.37+0.96 <20. 05
C3(z*s,g/L) 0.93+0.17¢ 1.234+0.18 1.1940.16 <0. 05
IgA/C3 HAE [ M(min~max) ] 3.37(2.37~4. 15) 1.79(1. 43~2. 67) 1.87(1.58~2.53) <0.05
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ARG, ) 38.7+10.8 47.9415.7  <0.05
PRI, Y0 28(45. 2) 8(44.9) =005
W45 s (£ s ,mmHg) 122.3£17.6 120.7£14.5  >0.05
&Pk (@ £s ,mmHg) 79.5+11.4 76.1+10.1  =>0.05
24 h JREE A M(min~max),g]  1.02(0.47~2.21)  2.37(1.58~2.91) <0.05
Alb(z=+s,g/1) 40,145.8 42.3+7.4 =0, 05
Hb(@+s5.g/1) 122.5+14.3 129.8+15.9 =005
BUN(G+s,mmol /1) 7.1542.08 7.974+2.74  >0.05

TG[M(min~max) ;mmol/L] ~ 0.97(0.73~1.2D)*  2.08(1.57~3.18) <C0.05
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TC@s,mmol/ L) 415741, 54 7184267 <0.05
HDL(z+s,mmol/L) 1.3140.53 1.194+0.79  >0.05
LDL-C(z4=s,mmol /1) 2. 3770, 94 4.87+2.64  =>0.05
IgAG+s.g/1) 3.7141.33 2.25+0.89  <0.05
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/N 5 45 R I BT 2T 4K [ n
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