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Abstract; [Objective] To investigate the change of plasma oxidative stress level in children with IgA nephropathy, analyze its
relativity to the clinical and pathological classification of IgAN. To discuss the effect of combine with ACET (angiotensin converting
enzyme inhibilors) early on the plasma oxidative stress level in [gAN children.  [Methods] Thirty-eight children with IgAN were
divided into 3 groups according to their clinical features; hematuria and proteinuria (HP) group (contained 14 patients), acute
glomerular nephritis (AGN) group (contained 7 patients) and nephrotic syndrome (NS) group (contained 17 patients) ; divided into
3 groups according to pathologic grades: grade Il group (contained 22 patients), grade IV group (contained 10 patients) and grade
V group (contained 6 patients); divided into 2 groups according to whether received corticosterone and/or immunosuppressor
treatment at the first visit in our center: treated group (contained 10 patients) and untreated group (contained 28 patients). The

untreated IgAN children (contained 28 patients) were randomized divided into 2 groups according to whether received ACEI therapy
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at the beginning of their treatment; ACEI group (contained 10 patients) and Non-ACEI group (contained 18 patients). 20 healthy
children were included in control group. The plasma level of advanced oxidation protein products (AOPP), malonaldehyde (MDA),
and superoxide dismutase (SOD) were detected by Witko-Sarsat method, thiobarbituric acid-reactive substances method and xanthine
oxidoreductase method respectively in both patient group and control group, analyze its relativity to the clinical and pathological
classification of IgAN. [Results] (DCompared with the control group, the plasma level of oxidative stress was significantly increased in
IgAN group, included a higher plasma level of AOPP and MDA [AOPP; (99 + 27) pmol/mL vs (53 £ 21) pwmol/mL, P < 0.01;
MDA (5.3 £2.1) nmol/mL vs (2.5 £ 1.4) nmol/mL, P < 0.01], and a lower plasma level of SOD [ (67 +21) U/mL vs (95 = 20)
U/mL, P<0.01]. @The highest plasma level of oxidative stress was in NS group and grade V group, and this plasma oxidative
stress level was closely accociated with Katafuchi score in IgAN children. )After treatment, the plasma level of oxidative stress was
significantly decreased in ACEI group compared to the non-ACEI group (P < 0.05). [Conclusions] The children with I[gAN had an
increase plasma level of oxidative stress, expressed as the increased plasma level of AOPP and MDA, and the decreased plasma level

of SOD. Oxidative stress was associated with the progression of IgAN children. Combined with the ACEI therapy early in the treatment

can significantly reduce the plasma level of oxidative stress in IgAN children.
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Table 1 The plasma level of oxidative stress between

different IgAN clinical groups (x£5)

Control ~ HP group ~ AGN group NS group
(n=20) (n=14) (n=17) (n=17)

AOPP /(umol/mL) 53 £21 88 +£20"% 9221V 114 +26Y

MDA /(nmol/mL) 2.5+ 1.4 42+1.6"? 44+1.9"% 6.6 +1.8"

SOD/ (U/mL) 95£20 7819V 73 +£18Y2 61 +18Y

HP:hemauria and proteinuria; AGN: acute glomerulonephritis;
NS: nephritic syndrome; 1) compared with control, P < 0.05; 2)
compared with NS group, P < 0.05

R2 ARERESHRA IgAN 2L 3% SR HokF
Table 2 The plasma level of oxidative stress between

different IgAN pathological groups (x£s)

Control ~ Grade III group Grade IV group Grade V group

(n=20) (n=22) (n=10) (n=06)
AOPP/(pmol/mL) 5321 90 +21V% 105+20%2 133+ 19Y
MDA/ (nmol/mL) 2.5+14 50£2.0" 51197  69+22"
SOD/(U/mL) 95+20 74+181) 66 + 221) 60 + 21"

1) compared with control, P < 0.05; 2) compared with Grade V
group, P <0.05

®3 IgAN BJLMESUMHKESIGRIERIEX R
Table 3 Relationship between clinical data and plasma

oxidative stress level in IgAN children (r)

Index BUN SCr Cer Cys=C 24hUpro Urine B-MG Urine TF

AOPP  0395" 0376" 0304 0.630° 0.614? 0372) 04427

MDA  0.343" -0.158 0002 0483? 0.509” 0.105 0.146

SOD -0284 -0.156 0212 -0.500° -0349"  -0313" -0.294
1) P<0.05; 2) P<0.01

23 IgAN Bl ML KU NHKFESE S
Katafuchi £y #)48 < 145> #7

IgAN LI 3% AOPP A1 MDA 7K~V 5 15 i
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A3 VB /INERIRAE B/ INGE 1) S 7 R Il A8 e 728 AR
S TCAME(P > 0.05, % 4),
2.4 ACEI fA#ndE ACEI 3447 a1 /5 IR K IgHRF0
1 3% S 4K R 7K F R 24
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ACEL H7EiRYY S AR IRE A& =m0 i TR
(¥ P<0.05), {H P2 ] PR AR 10 1 T R A0 AR 3 22
IG5 L (P> 0.05) ; ACEI 41 A19FE ACEI 4



536 IR A (A B4R H354%

F4 IgAN BILMHF SHRHK TS5 ERE Katafuchi 3T
ST R E S
Table 4 Relationship between Katafuchi score and

plasma oxidative stress level in IgAN children  (r)

Total renal ~ Glomerular  Renal tubulointerstitial ~ Renal vascular
Index

lesion score ~ lesion score lesion score lesion score
AOPP  0.480" 0.523” 0.371 0.224
MDA 0.324" 0.340" 0.361 0.202
SOD -0.079 -0.134 0.038 -0.072

1) P<0.05; 2) P<0.01
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(2255 LG4 L (P> 0.05, %5),
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0.05), SIBITHIARLL , ACEL 41347 )5 I 3% A AL 1
WK BH SRR (P < 0.05) , HL R BRI I KT
JF ACEI 4 (P <0.05, £ 6),
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A K SOD KB R B $2UR TgAN i
JUAEAE I R AR OK TR X 5 3h ) SE 56
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MIgAN B ILiHFAT 32500, K 1gAN LIS
AR KA NS AL R BV e i, I
AOPP MDA F1 SOD 7K 55 1ifi JR 43 19 % 9 #2432
(DI C, 3R AALNI S 5 T L 1gAN 1K
e B TgAN FBLIG PR R 5 2 e 20 ok o
IR AR v & & =

HERE 2 ESRD 19 IgAN 5B L LLE IR 27 446 Ky
AL PR | BEAERFSE R, RN S 5 T H
) £ e AL FR 23 ARWFSE T 1gAN LIS
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# 5 ACEI £f3E ACEI 4 IgAN £ JLi&I7 BT E ik FRs 4R
Table 5 The clinical data before and after treatment between ACEI group and Non—-ACEI group of IgAN children

[x£s or M(Q—0;) ]

ACEI group(n = 10)

Non-ACEI group(n = 18)

Before After Before After
BUN /(mmol/L) 6.2 +2.7 6.4+1.9 54+1.8 6.2+24
SCr /(pmol /L) 56 + 19 58 + 22 59 +24 62 + 26
Cer/[mL-+(1.73 m?+min)™"] 134 + 45 130 + 36 128 + 37 123 + 42
Cys—C/(mg/L) 0.85(0.75-0.95) 0.84(0.78-0.92) 0.95(0.84-1.02) 0.96(0.89-1.14)
24 h Upro/(mg-kg™"-d™") 19.5(14.1-51.1) 9.7(5.6-22.0)" 33.5(10.6-58.6) 10.3(6.8-17.6)"

UrineB,-MG/ (mg/L)

Urine TF/(mg/L)

0.23(0.22-0.24)
42.2(8.9-68.9)

0.24(0.23-0.25)
43.8(12.6-65.1)

0.27(0.22-0.43)
29.2(26.6-83.5)

0.27(0.22-0.27)
30.6(26.8-81.1)

1) compared with the baseline before the treatment, P < 0.05

% 6 ACEI Af13E ACEI 4 IgAN £ L3457 Al 5 M 22 40 gk £

Table 6 The plasma level of oxidative stress between different treatment IgAN groups (x%£5)
AOPP/ (pmol/mlL) MDA /(nmol/mlL) SOD /(U/mL)
G
roup Before After Before After Before After
ACEI(n = 10) 90 + 20 80 + 182 46+23 3.7+1.9Y2 80 + 15 89 + 2312
Non-ACEI(n = 18) 91 + 19 87 £23 49+2.0 4.2 +2.3Y 73 £22 76 + 22

1) compared with the baseline before the treatment, P < 0.05; 2) the change after the treatment compared with Non—ACEI group, P < 0.05
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