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[(HE] B IR A1 (Gd-TgAl) 78 LE SRk B & (HSPN) 012 K b A9 # f.
ik LL2018 4F 1~4 H 12k HSPN MfERe L 67 . b ik S0 (HSP) i L 58 BB FE 42, Jiik
I 20 BIAT (R PRAS LB VE B AT HA 2 . SR ELISA BAGI I3 . IR Gd-TgA1 /K LASZAR & TAERRAE il
2 (ROC) S3HTIE Gd-1gAl KPR Gd-1gA 1/ JRIUETF LLfEXT HSPN (2. 558  HSP Iz HSPN & JLIME
Gd-TgA 1, R Gd-IgA 1/ FRIVLET HUAEYY &5 TR ExT B4 ( P<0.01) , H.LL HSPN LT E R (P<0.01) o il
15 Gd-IgA1 /K= 1485.57 U/mL Fl / BRI Gd-TgA 1/ FRIUBF LLAE = 105.74 BF, X2 W HSPN 4 845 19 5 .
49 15 HSP HLBEYT 6 A~ A, BT HSPN &8 47% (23/49) 5 Hi, 1L Gd-IgAl = 1485.57 U/mL HJL
HSPN &9 %0 100%, DR Gd-IgA1/ JRILEF Al = 105.74 )L HSPN RI6%5K 73%., 4518 03E LRI Gd-
IgA1 X HSPN RIS WA ety i i PRI A [ hEYRILBEE, 2019, 21 (2) : 172-175]
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Value of galactose-deficient IgA1 in the early diagnosis of Henoch-Schonlein purpura
nephritis in children

KANG Zhi-Juan, LIU Bo, LI Zhi-Hui, DUAN Cui-Rong, WU Tian-Hui, XUN Man, ZHANG Yi, DING Yun-Feng, FU Ru-
Qian. Department of Nephrology and Rheumatology, Hunan Children's Hospital/Academy of Pediatrics of University of
South China, Changsha 410007, China (Li Z-H, Email: Lizh073 1(@aliyun.com)

Abstract: Objective  To explore the value of galactose-deficient IgA1 (Gd-IgA1) in the early diagnosis of
Henoch-Schonlein purpura nephritis (HSPN) in children. Methods A total of 67 hospitalized children who were
definitely diagnosed with HSPN between January and April 2018 and 58 hospitalized children with Henoch-Schonlein
purpura (HSP) were enrolled in the study. Twenty children undergoing routine physical examinations served as controls.
The levels of serum and urine Gd-IgA1 were determined using ELISA. The receiver operating characteristic curve was
used to analyze the value of serum Gd-IgA1 and urine Gd-IgA1/urine creatinine ratio in the diagnosis of HSPN. Results
The level of serum Gd-IgA1 and urine Gd-IgA1/urine creatinine ratio in children with HSP or HSPN were significantly
higher than those in healthy control group (P<0.01), with a significantly greater increase observed in children with HSPN
(P<0.01). Serum Gd-IgA1 >1485.57 U/mL and/or urine Gd-IgA1/urine creatinine ratio >105.74 were of favorable value
in the diagnosis of HSPN. During the six-month follow-up of the 49 children with HSP, the incidence of HSPN was
47% (23/49), which included a 100% incidence in children with serum Gd-IgA1 >1485.57 U/mL and a 73% incidence
in children with urine Gd-IgA 1/urine creatinine ratio >105.74. Conclusions  Serum and urine Gd-IgAl is of favorable
clinical value in the early diagnosis of HSPN. [Chin J Contemp Pediatr, 2019, 21(2): 172-175]
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UL U BFSE R 1gAN il HSPN A3 3 [6] 038t 1%
FRAE, EA7 B8 HSPN I R 2 30 A4 LL S 23 i
P TgAN B R A, Uk AEAS BRI R K95
HE IR B AT REAR I B L T, B — R 8 22 IR A R
MR EZAE. ik, HRGFFEIA HSPN Fl IgAN A7
L[] ) A A pIL A

IgAl 73T H5E CHI F CH2 22 [8] A BCHE IX A —
NESIHER . 2RI R X, X
BEAH 5 O- BB, O-HERM S A N- 2R
FFUME (GalNAe ) , GalNAc 52EFBEAIE, A
MR (b s A P AU B R R Ak, T Dy B
YRR ol RUME T R T 28 M IE R R IR P TgA 1 BCRE X
) O- ERAMLL GalNAc FIEFUBRUBHE X A7EAE .
RS GalNAc ST FUME R MER FR 1k, 84X Fp
AN B I M Y R T OB 7 1 )5 R 1 b FLRRE R 3L 5
GalNAc Wi#E#:, FEOZNLE A SPURREE, hit
BOE A B RPE RN, RAIE MR A, M
SEA GAHLNE R RS E Y AT 2R
C AR LI EE [gA1 (galactose-deficient
IgAl, Gd-IgAl ) MR 5 WITE 1gAN 19 A0
BL e VR T, BFSRBH Gd-IgA T MY
25 1gAN WA HLE], 0 EARE2 W, Wl
IgAN 4 % Ji& K F s %, HSPN 5 IgAN A4 5 JIE
PRI AL, Gd-IgA 1 5 HSPN HY & & A AH g 2
SETTHETVE HSPN [ & AW8? &5 HSPN )5
HKWE? APPSR HSPN #JLIM . FR Gd-IgAl 7K
L, BRIV Gd-1gA 1 FIIZ W HSPN AU E
1 #‘BRERE®
1.1 RIS
PEHL2018 451 H 1 HE4 H30 HEMEE
L3 B= Be B W RO BR2 Wi oA o #5598 (HSP )
f AT B )L 58 9l g HSP 4H, b 5 35 4], <4t
23 4, VIAERY7.9£29 %, IKEFEE (BMI)
15.9 2.0 kg/m’; HSPN [ 4 B £ JL 67 4 24 HSPN
4, Hod B384, 429 i, FIIFER 8.9+29
%, BMI 16.4 +2.0 kg/m’; D[R] I7E = B AR Ad R ]
AT FRARAS 20 ) A fil R X RR 2, o 55 10
B, Zc10 6], FHFRE 7.6+3.6 5, BMI 16.0 +
24 kg/m’, FUIVER]. AEIE . BMI %34 POk LA
ERTGIFE X (P>0.05) , HA M. A0

KA EGESHRZ 2% itid it ( HCHLL-2018-16 ) ,
AT BILE KNG &
1.2 SETARAE R HERR IR

HSP 2 Wibr i 2% Sk e A 80 () S vk
23, WAEA 1 e 2R BRI (1) yRigH
BdR;  (2) RSN LIRK B 1gA DI
(3) ATAAT &5 H B AbE 561y R sl 1 IR itk 5
(4) BNEZH. HSPN 2WibrifES % ek . 7
HSPYRFEH (R TE 6 S H N ), BRI RF (5% )

HHK.
HEBRARUE: (1) B HSP LASMAY I 48 % PR
Jis (2) fa e L BE AL AT S hd o 5 i ol 25

(3) HSP K HSPN & JLIT 1 4~ H A F Gz il

T 0 KA I A B IS 2 -
1.3 FHik

AR A BILI I = ok, AAE: AL
PRAHL. 24 h JREEAHEN =, LUK ULEF . JRALEF |
LI G REBRER FH B AMA | IML3E BRI Gd-1gA 1 7K F-
I35 S PRI Gd-1gA1 RN Gd-IgA 1 BRI S 0 fff
R & (R BAAE R A BR A R ) Al
1.4 Fit=am

K HH SPSS 18.0 St A v B #1412 4
Mro THEERIDAYIEL « FRuEZE (R+s) Fome, W
A I8) L BRI ST REAS ¢ K s 22 20 (A LR
FHECR 2 D7 22508, A1) 9 R 9 L 382k FH SNK-¢
o ROC HHZ T2 Wi T8 bR i OB S S 5
P<0.05 HZERAGITEE L

2 R

21 FBAMFRZIKEBRAMEKEZWL
HSP 4. HSPN 2l /LI TgA 7KF-348 F1d
FEXTREAL (P<0.01) 5 I IgG. IgM. C3, C4 7K
PR A ISR, 258708 L (P>0.05) o
k1,
2.2 REIME Gd-IgA1 7k F R IR & Gd-lgA1/ R
ALEFEE B AL
HSP 2. HSPN 4 /& JL Il 7§ Gd-IgAl 7K °F

KPR Gd-TgA 1/ BRILTEF LU 8 35 e T fi e %o 240

(P<0.01) , HSPN BILBY I Gd-IgAl /K- K IR
W Gd-1gA 1/ FRIUET FLAE 45 T HSP 2L (P<0.01),
W2,
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F1 BAIENZREREARMEKELE  (xxs, gL)
20 531) ik IgA IeG IsM c3 C4
feE R 2l 20 1.1+£0.4 9019 1.1+0.6 1.03 £0.27 0.178 £ 0.040
HSP 4 58 22=+1.1° 104 +£29 1.0+0.5 1.13 £0.28 0.194 + 0.043
HSPN 41 67 23+0.9° 0.8+28 1.1£0.6 1.04 +0.25 0.190 + 0.021
F1H 23.283 1.642 2.876 2.161 1.973
PH <0.001 0.197 0.237 0.119 0.373

TE: a/n SRR AL, P<0.01,

R2 ®KAJLEME Gd-lgA1 KL R KK Gd-IgA1/ FRAL

EFLEELEE:  (xxs)
5 M7 Gd-IgAl  JR# Gd-TgA 1/
(U/ml) PRALIT EE A8

fa T R4 20 447 =239 43 +21
HSP 21 58 1038 +453° 88 + 40°
HSPN 4 67 1693 + 623" 145 + 64"

F1{H 49.478 42.808

P8 <0.001 <0.001

e [Gd-TgA 1] EFUBEB A TgA 1, a 7% 5 i BE X B8 41 b4,
P<0.01; brnY HSP ZHH#, P<0.01,

2.3 IMi% Gd-lgA1 K bR & Gd-lgA1/ R ALET LE (&
%t HSPN K2 BT &

K ROC % 3F # 1L 75 Gd-IgA1, R W Gd-
TgA1/ FR LB oA % HSPN #2 LAY 2 Wi (. 1
5 Gd-IgAl 2 Wi HSPN 1y il £ & 1@ #1 (AUC)
7 0.784 (95%CI; 0.706~0.862, P<0.01) , JX ¥
Gd-IgA1/ bR LI LE {8 12 B HSPN (%) AUC 24 0.776

(95%CI: 0.695~0.857, P<0.01) , /R IM1E Gd-
TgAl. SR Gd-TgA1/ JR WILIF LE {2 Wi HSPN 45
BEFEL (B o giG REUEMR R, &
B B Z M R W S AR FUE. I Gd-
IgAl = 1485.57 U/mL B, 12 W7 HSPN () R85
62.7% . TESFIE N 86.2%; PRI Gd-1gA1/ JRILET
FeAE = 105.74 15}, 2 HSPN B9 R 8% H 76.1%
FESERE R 70.7%

2.4 IMmiF Gd-lgA1 K FRi& Gd-lgA1/ R ALET EE (&
3t HSP £ JL%& & HSPN By R HIFAM &

Xt 58 i HSP (8 LR 15 6 4~ H, Hod o fil i
JURVT, 49 5] HSP 2L, 23 Filfebtivirh i 25
15, HSPN LIHEN 47%.

. % Gd-IgAl & Wr HSPN () #% Wr (5 N
1485.57 U/mL, 49 151 5¢ i BE U5 19 HSP (& L, 7
5] 5 LT Gd-IgA1 = 1485.57 U/mL, B 5114

WP T B4, HSPN L3R N 100%; 42 i
JL IfiL 3 Gd-IgA1<1485.57 U/mL, B /i 45 16 14
HILE B, HSPN [ &% 38%. Pidl HSPN
(% F 2 58 Gt 2 8 XL (=6.914,
P=0.009) ., #E/RIATE Gd-IgA1 K] fgw] L3
HSP LB I i A2
PRI Gd-1gA1/ FRALET HLAE 2 W HSPN f9 % 187

{H 4 105.74. 49 5] 5¢ 1% B 5 1Y HSP & L, 15
1 88 LIR I Gd-1gA 1/ JRILEF L = 105.74, BEs
A 11 B %5, HSPN A &6 RN 73%;
34 451 55 L R W Gd-TgA1/ R LI 1l <105.74,
BE U5 A 12 49 8BS 450, HSPN 1Y & 9 26 0h
35%. PHZL HSPN [R5 i 22 A Geit =i X

('=6.047, P=0.014) . /%R Gd-IgA1/ JR L
JEF FU AR AT B AT LATRN HSP £ LB I 35 10 & 2k

% . — L3 Gd-IgA1
| zggl-lgm/mmmttﬁ
0.8 o
I
i\fﬂ 0.6
23
= |
® 0441
0.2
0 T T T T
0 0.2 0.4 0.6 0.8 1.0
1- FESAE
B 1 MmiF Gd-IgA1 R FRi& Gd-IgA1/ FRALEFEL (&2 B

HSPN i ROC 4r#r &

3 it

HSP % R K B2k R, B Wil B R 55
ZAE KRG, MR E i HSP i Ji5 #Y

SRS
FE 5
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KR K, CHAIRIE HSP B ER k4 RN
20%~40%. HHTHIT5E R HSP. HSPN. IgAN &
LY AT DA TN 3] 2 R Y TgA L, IgAL- TR
BB AW " AT TR LEE . HSP M
HSPN JH MG [eA | 1eG . IgM . #MA C3 & C4 7K,
LA 1eG. 1gM., FMA C3 J C4 K F-¥T0 2%
5, T HSP Jz HSPN LI TgA /K ¥ 2 & & T
fatRlE JL#E, HSP 5 HSPN £ LIS TIgA /K- b2
SGEI A= L, IR 1gA 7£ HSP J2 HSPN i1 %
AL A —E PR, (HIMGE IgA X T2 e
T HSP 5 #1319 & AR A 7 Lo de Almeida 25 ™
(R AIF 2t 26 I 5 R 88 i 409% 1Y HSP SR LA I &
IgA JKF-FF &, {H HSP 5 HSPN & L =2 [8] () 1ML 1E
IgA KT E 2. WAk, ERIRE L kTS
TR B IS LA ACEIg &, (R A HGE R
L A 947 HSPN o) TgAN & 7,

HATX T [gAN BIWFFEIAN Gd-IgA1 ZEX0E 1
KA K R SRR B A/EH, HSPN Al IgAN f)
B S BLRRAEAR AL, TT REA A LRI AY & AL
ARIFFEHRVT T Gd-IgA1 5 HSPN &R, KM
JLEE . HSP., HSPN Z [H] Il & Gd-IgAl K R Gd-
IgA 1/ JRIUEF LLIEA B35 22 5, HSPN LI Gd-
IgA1 7K B R Gd-TgA 1/ JRILET Fo At f v, 3
B T HARMGZH , #2758 Gd-TgA1 5 HSPN (8 & AE A .
Allen 25 " (U FE 45 S AT IR 45 AL, R BAE
HSPN S, ILTE Gd-IgA1 ZK-F-& T st i 2H
NI B a5 %) HSP 4 .

A B 58 HE— 43 M1 Gd-IgA1 E HSPN £ i
M 8, & BRI Gd-IgA1 32 W HSPN fi) AUC
9 0.784, PRI Gd-IgA1/ J& HLEF e {8 12 B HSPN
) AUC A 0.776, 47K Il 75 Gd-IgAl, JR & Gd-
TIeA 1/ JR LT EbAH X 12 Wi HSPN A 847 19 & 3L,
Xt HSP 8L Bl 17 B 5% & 305200 000 %5 Gd-1gA1 7K
V= 148557 UmL # . JK W Gd-IgA1/ JR JL & Lt
{H = 105.74 &, HSPN Y & K435 K 100% KX
73%; 1 IML7E Gd-IgAl KF . JRIK Gd-IgA1/ bR AL
IiF HLAEJC T 3, HSPN (1) & A2 5350 38% I
35%; R Gd-1gAl X T2 W HSPN A 547
(AN

(2 % x W]
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