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. TgAN B EBR 15 /b Bk &R 5 X A7 78 Bt 1R TR
Sh o B /NER NI TETUA LA, DL TeG O 3,
BN TgG TR TgAN BB 7 J& A7 78 AR KO
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142 5] 8. 12 g/L=<CIl 7% 1gG=<11.67 g/L & & N
24 143 BT 1eG>11. 67 g/L B#H R4 3 24,

1.2 IeREIBEWE B E R0 I R %
5. ALFE PE W)L AR 8 L BMIL IR 45 JE (systolic blood
pressure, SBP).#F 7K JE (diastolic blood pressure,

DBP) . Se4e % A G AE L3R bn o IR0 A 48 41 55

PITe i R B f il sk . 45 B E SBP=>18. 7 kPa
/5L DBP=12 kPa, W& XAy . 2 v &
F 141 & M (hemoglobin, Hb)<C110 g/L 8% 5
BH Hb<<120 g/L, Wiz Wi b3, Ahit 5 /K
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717 & (estimated glomerular filtration rate, eG-
FRO /2 MR 4 B JE 955 T & P8 28 (modification of diet
in renal disease, MDRD) #F 47 i 415,

1.3 BE®R BENEESEAYRYE AN 4
HEOT 2R R AT B B /N ER FR RS A | B A0 0 A A B A
W Bt 5 /N BROBE A | B /N 3 A /8] B AT 4 A
& (mesangial hypercellularity, endocapillary cel-

lularity, segmental sclerosis, interstitial fibro-
sis/tubular atrophy-crescents, MEST-C)#E4+",

Hi 2 449 BRI FE AT 3743 . Hoh MO 878 B /NBR
FMEVE4r<<0. 5, B<<500 B /NERAFAE =4 A B/
BRAMEANM ; M1 KRB /NER R K43 >0.5, 5
=500 B /NERAFAE =>4 A B/ ER R M ; B0 %
IRAFTEB AN N K A s E1 SRR AN A7 16 B 4 il
ENEHIE; SO KRBT /NI AL S1 RIRA
FEAE B /NBRBE AL s TO 7% <25 % B /NG5 35 4 ki [7)
JREFdifk; T1 Fom 25% ~50 % B /NG 25 46 ol 0] 5
YAl T2 R =50 %5 /NP 28 4 ol 18] i 27 4k 1L 5

Co F/RTEH A Cl KRR <2500 1 B /NER P 1 B

1.4 MEBIEHR  HLd 3 41 B R B | B s A
Gy, A RHE B AR E I eGFR AN AT 35
FEAIK SO0 MIAE N B IE SR 28 5 AR 3 AR E 1Y
BRE N,

1.5 Sit=540E R SPSS 22. 0 #7511 51
Br. EREHZIESMHEETEU x5 Fm, 24
[8] R One-way ANOVA #EA7K 550, P P 40 18] 5k H
LSD- #5647 Fo 8, o8 B0 R HIIR AL (52) (19 B
KFR, R o BT . R Kaplan-
Meier A= £7 {1 e A1 G E Bk AN 56 b 55 B2 B R A A7
R, PLP < 0.05 NESRAEGIHEE L.

2 #R

21 BABEHERAMPOLE 3 HABEHKR
FHEC# . SBPLHb LT 8 1 UUEF R A H
SR JgAIgM . C3 & 24 h IRE FE R, %2 RAL
PR (P << 0.05), 55 3 41 /H¥% SBP & & .Hb
Y NN ASHEAEE YN I 1I87S ¥ C IR
SEREBG 0 TgA B IgM g L C3 R

B C2 R =252 1 B /NBR oy H BB H 1K H24 h JREHERKMK, GRD
R BHBEERKERILE
PEHI (%) ]
Eig| n AR () BMI(kg/m?) SBP(kPa) DBP(kPa) @il FK[n( %) ]
Pk Lk
1A 144 67(46.53) 77(53.47) 44,594+8. 69 25.9644. 38 16.97+2.59 10.69+1.49 43(29. 86)
%24 142 61(42.96) 81(57.04) 46.0549. 84 26.04=+5. 31 17.09+2. 39 10.90+1. 39 39(27.46)
H3d 143 70(48.95) 73(51.05) 45.9847.93 25.59+5.01 16.33+2.84% 10.77+£1.61 31(21.68)
Bt 1.042 1.242 0.341 3. 430 0. 698 2.614
P 0.594 0. 290 0.711 0.033 0.498 0.271
B eGFR o
Ll IR = . WLEF JRER o b = Pe
2H 1| Hb(g/L) (ml./min/ R (g/1) )
[(n(%)] H(g/L) (pmol/L) (mmol/L) (mmol/L)
1.73m?)
140 134.28+21.83 28(19.44) 24.5949.85 90.32425.53 107.594+47.49 8.07+2.95 325.694122.34 1.784+0.98
5240 130.93+16.78 29(20.42) 31.92410.23* 91.83+31.38 90.56+34.58* 4.78+2.12* 329.40+110.94 1.67+1.01
534 127.48+21.94" 32(22.38) 39.48+12.84*% 90.64+28.54 76.98423.84*% 4,6941.04" 327.404107.48 0.72+0.94* %
FAHE 4.011 0. 389 65.112 0.111 25.154 111. 616 0.038 50.928
P g 0.019 0.823 0. 000 0. 895 0. 000 0. 000 0.963 0. 000
JE [ i IgA I IgM 24 h R i JR LA ¢ 6 ]
24 1) C3(g/L) Cd(g/L)
(mmol/L) (g/L) (g/L) EH(® - + ++ R
140 4.37+2.31 2.31+£1.02 1.274+0.56 1.0440.32 0.2540.09 2.74+1.27 73(50.69) 33(21.92) 25(17.36) 13(9.03)
24 4.7241.98 2.744+1.05%  1.3740.51 1.0540. 31 0.2440.12  1.2740.48* 65(45.77) 40(28.17) 22(15.49) 15(10. 56)
B34 4.64+£2.01 2.9840.97* 1.5640.67* % 0.970.25  0.2640.11 0.5440.46**  71(49.65) 37(25.87) 24(16.78) 11(7.69)
FAHE 1. 087 16. 096 9.124 3.117 1. 241 261.941 1.972
Py 0. 338 0. 000 0. 000 0. 045 0. 290 0. 000 0.922

E: 5141 E, * P < 0.05;

52 Lk, #P < 0.05
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T C
21 5
0 1 0 1 2
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JUL PR P2 AR B8 A E R . IR TS 28, ULAE
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SR TT LA Sy B0 5 S (9 58 bR TgAN
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Beet . R AR AR TG, A5 B K
AREAE N M IgAN KRR AR . AWTFE i, &
HIMAE 1gG K 5 F/NER 1gG U0 AUK F & A
KA, BAEBIEERM, BRI
SR HF M 1eG 2R TR

A TR ML 1eG AR H IgAN B#H N
3. HeE 3 HBFERIRIRGOR . BER R, M
TeG B B (58 3 4D A BRI SBP JLET L IR iR AN
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BEm R CGR 3 4D 5 HAb 2 Ay MEST-C ¥ 41
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2w g, I, I 1gG /K F AT GE W] LAAE R
RO IgAN BiJ5 B . AR H AT IgAN [ 1
LARET B U A, B AN S R 4R
IgG YU R RE % 42 UL B B 2 19 OAK 4 . (HL il 7 TG
) I A Ay — R X T A A A 2. BB 2 RCR
AR AN G A s 5 Bl I DR 8 24 R b s 4 8 5
W tE HERIERIT . BAIR KR E L.

ZN IS I R TN SR NS N i R 7 T = S N
A e, Ao RERD, SFEEAR
ik — > AN, ARWFIERE VI A, R
VAEZE AT, kit — 2P o il 1gG K- Xf IgAN
B I PSR IIAE . 3 hh . ARBESR R X i
TR WIR B 25 AT R, TR AN R 2
J7 e asxt 1gG g SO AE I 7™ A 52

g LRTR, fE IgAN B, B IE K AT A I I
IgG 7K 5 B35 M Pl J5 AAZEAR KOGHE . AT Ag AT LAE
Sy BT Tg AN 5 (5 48 br
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Expression of serum IgG in patients with IgAN and its clinical value on
prognosis

FU Yu-qun (Haikou Hospital Af filiated to Xiangya Medical College Central South University , Haikou
570208, China)

Abstract; To explore the expression of serum IgG in patients with IgAN and its clinical value on the prognosis of disease, a
total of 429 patients with IgAN from February 2010 to October 2016 were selected in this study. Based on serum IgG level,
these patients were divided into three groups. Group 1 with 144 patients with IgG <C 8. 12 g/L., Group 2 with 142 patients with
IgG = 8.12 g/L and << 11.67 g/L, and Group 3 with 143 patients with IgG > 11. 67 g/L. All the patients were followed up
for more than 1 year. The clinical data collected before renal biopsy and the renal biopsy classification were compared, as well
as the cumulative renal survival rates among the three groups. The results showed that there were significant differences in
clinical data among three groups (P <C 0. 05). Patients in Group 3 had higher systolic blood pressure (SBP) . lower hemoglobin
(Hb), lower serum albumin, lower creatine, lower BUN, lower triglyceride, higher serum IgA, higher serum IgM, lower C3
and lower 24-hour urinary protein quantity than patients in the other two groups (P <C 0.05). However, there was no differ-
ence in MEST-C classification among three groups (P <C 0. 05). The mean of follow-up days was 378 d. The cumulative renal
survival rate in the first year among the 3 groups were 86. 53%, 87. 64% and 90. 32% , respectively. According to Kaplan-
Meier analysis, the cumulative renal survival rate of Group 3 was much higher than the other groups (P <C 0. 05). Thus, the
study indicates that serum IgG level before renal biopsy is highly associated with prognosis of patients with IgAN, which might
be a useful predictive biomarker.

Key words: IgA nephropathy; serum IgG; prognosis; prediction effect





