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Effect of metabolic syndrome on the progression of IgA nephropathy
Wang Liang, Zhang Yu, Zhang Zhijian, Liu Bin, Sun Zhuxing
(Department of Nephrology, Wuxi People’s Hospital Affiliated to NJMU, Wuxi 214023, China)

[Abstract] Objective:To compare clinical and pathologic manifestation between patients with idiopathic IgA nephropathy (IgAN)
accompanied by metabolic syndrome (IgAN-MS) and IgAN-non-MS and to investigate the impact of MS on IgAN. Methods: A total of
453 patients with renal biopsy-proven idiopathic IgAN from Jan. 2006 to Jun. 2012 in Wuxi People’s Hospital were enrolled in this
study. Then 87 patients were assigned to the IgAN-MS group and other 366 patients were assigned to the IgAN-non-MS group. A
comparative analysis of clinical and pathological data between these two groups was performed. Results: Urine protein, serum
creatinine in the IgAN-MS group were significantly higher than those in the IgAN-non-MS group (P < 0.05). Pathological changes in
the IgAN-MS group were significantly more severe than those in the IgAN-non-MS group (P < 0.05). eGFR was negativly correlated
with urine protein of 24 hours, mean arterial pressure,age, body mass index, and serum triglyceride, while urine protein of 24 hours
was positive correlated with fasting blood-glucose, body mass index, serum triglyceride and albumin,LDL-C and urine acid by
Pearson correlation analysis. There were positive relationship between MS and Lee’s classification (or damage index in Oxford
classification). Conclusion; MS may be an important risk factor for IgAN progression. The factors of MS could aggravate renal damage.
[Key words] IgA nephropathy; metabolic syndrome; risk factor; renal pathology; Oxford classification

[Acta Univ Med Nanjing,2013,33(5): 651-654 ]

TgA 5% (IgA nephropathy, IgAN ) J2& 5z & UL AY 5
AL /INER B 5, A2 Wi ZUSE W JUE o B A 4
BARPED AR TgAN By R AR s
ZIPZHRE, BRI BRI, ZRINERS 5 TR
TR PERE  BFTE R I B /N ER S R R iU K
IR . BRI RS TpAN A

fa s 2R 2 (Al A 22 FP A P 2R R R 52 5 4
R VIAEC,, AN R AR RS 5 R 2=
J& o N REEBEskiZ 8 IgAN £835 il R A 2
TORHIEAT [RUBYE 00T, A AT AR 2R B AIE (metabolic
syndrome , MS) X TgA ' 5 BB B9 175 (A2 1, AT
IeAN 571 MS B TRIT I AL R AR



—-652— [ S PN

533 55 5 W
20134F5 A

1 ®WHREFE

1.1 %

2006 4F 1 H ~2012 4 6 J 76 5 5t R 2=t
JBICH TN R EERE B R 5 2 il s BRAG A5 | B
LW IR E TgAN B BERL 58 H B 1] 453 {41, H
T8 235 B, L 218 9, Horr 87 Bil5 3 MS EAEHN
ABEITR TgAN-MS 4, HARARAIF MS By J5UA
IgAN 3t 366 ], /4 [gAN-E MS 41,

12 7&*
121 —fpihd

XA GIHEAT M AR B R D
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)
122 £BEHE

0% 24 h REEFE R LTS WUEF LR A i
18 H 2 M (albumin, ALB) | %5 i [fil ¥ (fasting blood-
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HDL-C) X% FE A& FIIBE EE ( low density lipopro-
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filtration rate,eGFR)
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Table 1 Comparison of clinical test datum between two groups (X+5)
e IgAN—IE MS 2H (n=366) IgAN-MS #H (n=87) P1E
F (R 35.77 + 11.61 38.03 + 11.21 0.095
Fk(%) 48.63 65.52 0.041
e (4F) 442 +3.71 3.81 +2.51 0.245
MAP (kPa) 10.78 = 2.21 11.83 = 1.23 0.003
FBG(mmol/L) 477 + 0.76 5.48 + 1.44 0.034
BMI 23.26 + 2.70 25.89 + 2.46 < 0.001
MM (g/L) 130.1 = 21.83 127.20 = 17.05 0.190
ALB(g/L) 33.02 + 6.29 32.86 + 6.49 0.832
24 h JRE A (g) 1.89 + 1.83 235+ 1.72 0.031
eGFR (ml/min) 86.64 + 37.85 77.52 + 36.29 0.039
TG (mmol/L) 1.47 + 0.84 3.10 = 1.80 < 0.001
LDL-C(mmol/L) 232+ 1.09 2.96 + 1.14 0.032
HDL-C(mmol/L) 1.31 +0.34 1.06 + 0.32 < 0.001
FRIR (mol/L) 334.76 + 104.41 384.32 + 110.18 0.011

#* 2 eGFR.24h REATEES SRGHEFRMMBERNE
Table 2 The correlation between eGFR or 24h urine

protein and each index of metablism

. eGFR 24 h JREEH
WXNE W PR m em
24 h JREH  -0383 < 0.001 - -
A -0.158 0.001 -0.078 0.709
MAP -0.564 0.005 0.183 0.112
FBG -0.307 0.245 0.483 0.001
BMI -0204 < 0.001 0.293 < 0.001
ALB 0.255 0.003 -0.548 < 0.001
TG -0.201 0.006 0.270 < 0.001
LDL-C -0.148 0.201 0.462 < 0.001
HDL-C 0.067 0.154 0.045 0.342
PRI -0.018 0.709 0.339 0.016

# ; Pearson AHICHZIRAS Y r {H,

K3 2HEBEHFE Lee R

Table 3 The Lee’s classification of pathology in two
groups [n(%)]
Lee [W/M9  IgAN-MS(n=43)  IgA-3F MS 4 (n=220)
I 5(11.63) 42(19.09)
I 15(34.89) 103(46.82)
I 11(25.58) 51(23.18)
Y 8(18.60) 19(8.62)
A% 4(9.30) 5(2.27)

2 L, P = 0.006,r, = 0.263,
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31 MS 1R K 19.20% , 55 0 2500 FE I J i
W AFE T MS HIEEH 19.07%I45 AT IgAN—-
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Table 4 Comparison of damage index in Oxford classification between two groups
IiH Sk IgAN-E MS 2H (n=146) IgAN-MS 24 (n=44) r 8 P{H

BRI M4 A 0 81 17 0.221 0.002
1 65 27

B M NG AR 0 124 32 0.386 < 0.001
1 22 12

BNk 0 79 7 0.196 0.007
1 69 21

B /INERZE 4 /0] 5 0 69 17 0.190 0.334
£ffl 1 71 25
2 6 2

THRE TR S MEHRIE PR RS , RIS A BIFEIE ST
R PRIR MAERY [gAN 5 4 eGFR T MR Z I 2.
R T ILRBRIE R &, AR RIIILR R EETHE; 10 mg/L.,
IgAN 1B D) REAS 42 e B st 48 1,35 A5 7E ' 2
REAS AR T B DA 2R DRI 2 0 1 PR R I
XT IgAN F9'E HECRAP 143 B2, P41 S8 Spearman
SERMCIIHT B8 MS 5 Lee [ 53 2 S 41t
o3 BUR ) R EAN L A B AT A N S A T B
B /NERBEALTPT I ) SR ARG, X SEE5 R 7R MS
AN TgAN, Tl MS 5520 HE o R i) 1/ NER 2 4/
] B 2T 4EA DTS5 E A RTCAHOG  FTREZ TR S WA
WIFERY B R BRI, B/ NE ) B 45 A
BEFA K, T ERKIABEDTAR WS # 2 [A] 2 5 AR
KK
B, B IR MR FUK- SRS AR DA
5K, AR AT E B IR . X IgAN &JF
MS B EHIIRIT &MU o, R TR
FHFZRA QI 25 (CHRE B2 R At ve 52 m) A5 e
AV ) B R AL A e SRR T T 58 B R
A A S i O B 5 . AT S IS
X ZHEAT 3~5 AEBYBEVIREGE, TFIG AT T R AL
B, I REE — 2L WEE AN 53 BT 45 R IFE Aroxt /N
BRUEI A PRAT A B B A B R AR Y
A
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