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(HZE] BM ST R R Botk B /NEREE AL (pFSCS ) £ IgM TERR 2 35 1 I PR A1
K)G. Fik HEEL1996 4 2 2012 4% B B i KL 612 R pFSGS 19 & 102 1], MR 4 ' /NER
B BE DA A IgM YT S 7 43 A 1eM YT FRZH (n = 66) 5 JC IeM UUARZH (n = 36) , [9]JBT 437 19 £H.
BEIGIR NP b4 R . &R (D) WAL A EAE R RS L, B IR I
JE VB R R & AR B NERE ST 2R (eGFR) N A WILEF I B 3 (Cer) | I WILET (Ser) 4870 H 114 22
SRS 4 8 o Mgl 24 h JRE A& (Upro) G ZE A AF (NS) & 2B L (K A& H (Alb) |
PRI HE IR B-N- 2 1B 2 35 4 45 W5 1 8 (NAG [# ) | it 1[5 B (Teh) | 1L 7 2 FE R 26 A
(HDL) | IfiL i 1gA | LT TgM 553050 B i 22 A Ge it 22 3 L (P < 0.05) . (2)IgM JLFRAL I /N ER 1A |
IgG . C3 . Clq £ 2 25 11 R A DR 5 1 1gM B 4L (P < 0.05) 5 1M TTFR 4 78 B3 i 38 A= 17 43
& T IgM BAEZL (P < 0.05) . (3) B3 Fifi 15 i 3% 54 4], Hod 1gM TUFRR4H 35 3], 1M [ 4H 19 441
P BE DT ] 64.6(22.8,103.8) J o Bl ik B2 idE A 20 5 461135 R 1gM DTFRZH S8 55, Kaplan-
Meier ZE 77 0 Mr &5 SRR P 22 A G 24 L (P <0.05) . Z5iE  fF 1gM JURLN pFSGS 4
P PR ER R B SR, /INER G B SO DR B AR B v, TR 2
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[Abstract] Objective To explore the clinico - pathological features and outcomes of primary
focal segmental glomerular sclerosis with IgM deposition. Methods One hundred and two patients
with primary focal segmental glomerular sclerosis (pFSGS) in Hangzhou hospital of traditional Chinese
medicine between 1996 and 2012 were retrospectively studied. The patients were divided into IgM
deposition group (n = 66) with IgM deposition in glomeruli and none - IgM deposition group (n = 36)
without IgM deposition. Baseline and clinical characteristics of all FSGS patients were assessed and
outcomes were reviewed. The survival rates of the patients were analyzed using the Kaplan -
Meier method. Results (1) There were not difference in age, sex ratio, incidence of microscopic
hematuria, hypertension, renal insufficiency, eGFR, Cecr and Secr between two groups. However,
proteinuria, incidence of nephrotic syndrome, urine microalbumin, urine NAG, serum cholesterol, serum

high-density lipoprotein, and serum IgM in IgM deposition group were significantly higher than those in
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none - [gM deposition group (P < 0.05), serum albumin and serum IgA in IgM deposition group were
significantly lower than those in none-IgM deposition group (P < 0.05). (2) The IgM deposition group
had a significantly higher incidence of glomerular deposition of IgA, IgG, C3, Clq and fibrinogen than
none-IgM deposition group (P < 0.05). The score of mesangial matrix proliferation in the IgM deposition
group was lower than that in none-IgM deposition group (P < 0.05). (3) fifty -four patients (35 patients
in IgM deposition group and 19 patients in none-IgM deposition group) were followed-up for a median
of 64.6 (22.8, 103.8) months. Progression to renal failure was observed in 5 patients of IgM deposition
group and none in none-IgM deposition group. Compared with the none-IgM deposition, the survival
rates in the IgM deposition group were statistically lower (P < 0.05). Conclusions PFSGS patients

with IgM deposition were severer in proteinuria, higher incidence of IgA, IgG, C3, Clq and fibrinogen

deposition in glomeruli and worse outcome than those without IgM deposition.

[Key words] Primary glomerulopathy; Focal segmental glomerulosclerosis; IgM deposits
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T 9 o] IgM BHPEZH 1 ], P=0.094) , 7 9.8% -
WIZH7E 24 h R AR B NS B L s A LRI
HEHE A R NAG | i IE [ AT H Y 25 5
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IgM B PE2H 55 T 2040 B e AR R 25 S RSt 2
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2120 M 1) 85 T R P TR ZH [ (20 51, 41.7% )
e (261,11.1%) ,P<0.05 ], W3E2,

3B H AU H R eSO 5 IeM B T
B, TIgM TR A R R B 40 T ™ 6 A B MR o IgM
FFIPE 2 2R JBE 5 o 34 A A B 4™ (P < 0.05) , At
AR bR 22 R G E L X IgM 17 B iR
PEPURUA S 2 2 B 5 & B, 99 BEE DT R 5 ok 18
PEUIRHAE R o 2RS¥ E L,
B WIE 8 2 A, TgM TR 4 TgA L 1gG L C3 .
Clq FIEF 4 25 [ R A TR T IgM FIPE4L (P <
0.05), LA C3 A4 1 R DUAR I 22 S e o B

R IgMUURLE S IgM B 20 58 35 i PR 3 0 A AR A 38 4 HE B

IS 3 TIgM JTRE (n=66) TgM B4 (n=36) Hit(n=102) P
P L (M/F) 34/32 15/21 49/53 0.341
AR () 30.5(22.0,46.3) 32.0(26.5,47.5) 31.0(24.0,46.3) 0.497
NS[n(%)] 35(53.0) 9(25.0) 44(43.1%) 0.006
PREE 15 (/24 h) 2.3(1.2,5.3) 1.1(0.4,3.1) 1.83(0.62,4.97) 0.014
IMLK[n(%)] 22(33.3) 12(33.3) 34(33.3%) 1.000
ML [n(%)] 26(39.4) 12(33.3) 38(37.3%) 0.545
eGFR[ml-min"+(1.73 m’)",x 5] 92.1+44.1(n=40) 97.4+45.4(n=19) 93.8+44.2 0.670
Cer(ml/min, x + 5) 91.6+42.7(n=65) 93.5+35.2(n=34) 92.3+40.1 0.811
Ser(mol/L) 79.0(50.0, 110.5)(n=65) 69.5(50.3,92.5) 78.0(51.0,104.0) 0.480
1L UA (mol/L) 355.5(281.0,411.0)(n=64)  328.5(282.0,400.5) 352.0(281.8,404.8) 0.570
Il BUN(mmol/L) 5.7(4.2,7.7) 4.8(4.1,6.1) 5.4(4.2,6.9) 0.152
PR 1R 1 (mg/L) 1165(460, 5633) 872(146,2860) 1115(372,4372) 0.039
R NAG(U/L) 35.3(17.8,59.8)(n=54) 20.7(10.8,34.6)(n=32) 25.1(14.9,49.2) 0.033
Ifil Tch(mmol/L) 5.9(5.1,9.5) 5.54.2,7.1) 5.7(4.8,8.5) 0.045
Il HDL(mmol/L) 1.5(1.2,2.0) 1.3(1.0,1.6) 1.4(1.1,1.9) 0.026
1L DT (mmol/T.) 3.42.5,6.2) 2.8(1.9,4.6) 3.4(2.4,5.5) 0.060
Alb(g/L) 31(21,38) 38(30.8,42.0) 33.8(22.0,40.0) 0.002
S-IgA(mg/L) 18.10(13.60,25.00) 21.90(16.40,33.40) 18.65(14.73,27.40) 0.021
S-1gG(mg/L) 73.10(35.90, 110.00) 96.9(61.00,120.00) 81.15(38.40,113.25) 0.096
S-IgM(mg/L) 14.70(11.10,22.70) 12.00(8.00, 18.00) 14.00(8.68,21.48) 0.031
AKI[n(%)] 9(13.6) 1(2.8) 10(9.8) 0.094
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Il RS 4L T B TURAL (n=48) PRiEMEITRAL (n=18) PAE
P LG (M/F) 26/22 8/10 0.482
AR () 28.50(21.0,43.5) 40.5(28.0,62.5) 0.032
NS[n(%)] 26(53.2) 9(50.0) 0.763
JREE 1 (/24 h) 2.1(1.3,5.1) 2.4(0.5,5.9) 0.829
MR [n(%)] 20(41.7) 2(11.1) 0.040
LR [n(%))] 20(41.7) 6(33.3) 0.537
eGFR(ml/min,x % 5) 94.6+46.6(n=27) 87.139.7(n=13) 0.622
Cer(ml/min, x + 5) 88.0+40.3 101.1x48.3 0.269
Ser(pmol/L) 70.0(48.0,106.0) 70.5(52.0,96.0) 0.924
Ifil UA(mol/L, x + 5) 372.8+117.0 339.7£72.9 0.270
Ifi. BUN(mmol/L) 6.0(3.6,8.7) 5.2(4.4,7.4) 0.826
PRI 1R 1 (mg/L) 1115(442,5633) 3135(518,6595) 0.821
JRNAG(U/L) 30.2(19.5,56.4) 39.7(11.8,63.8) 0.918
Ifil Teh(mmol/L) 6.0(5.2,10.3) 5.6(5.0,7.3) 0.268
Il HDL(mmol/L) 1.5(1.1,2.0) 1.5(1.3,1.8) 0.987
Ifil LDL(mmol/L) 3.6(2.5,6.6) 3.1(2.5,5.4) 0.551
1Ml Alb(g/L, x % 5) 28.39+10.59 30.32+10.12 0.510
S-IgA(mg/L) 18.10(13.55,25.05) 17.40(13.50,25.40) 0.815
S-IgG(mg/l) 52.30(33.20, 106.50) 91.30(65.20, 114.50) 0.101
S-IgM(mg/L) 14.20(9.49,22.52) 17.40(13.80,25.25) 0.178
K AKI[n(%)] 7(14.6) 2(11.1) 1.000

T BRTE AN A EE DL M (14, 3/4) 305 5 “PAE R TeM UL 5 1M B 1 40 b 55
RT3 TgMULFAL 5 TgM BF 1 4 50 B i o ' T s BRMUAR FL 3%
) IgM UTRLER ‘
TR BT (n=48) PRI DT (n=18) 51 Hn=66) 1M HFEAL(0=36) P

TgA JTRR[n(%)) 18(37.5) 8(44.4) 26(39.4) 6(16.7) 0.018
1gG YL [n(%)] 14(29.2) 9(50.0) 23(34.8) 5(13.9) 0.023
C3 VLR [n(%)] 27(56.3) 15(83.3) 42(63.6) 11(30.5) 0.001
C4 UL n(%))] 4(10.0) 5(31.3) 9(16.1)(n=56) 1(3.6)(n=28) 0.190
Clq Ui n(%)] 8(17.4) 6(33.3) 14(21.9)(n=64) 1(3.0)(n=33) 0.033
LR AR DT (%) 19(42.2) 14(77.8) 33(52.4)(n=63) 11(31.4)(n=35) 0.046
BRIEREAL L 151 (%) 14.14+14.23 12.78+12.04 13.77+13.59 14.98+13.09 0.519
T BMEREAL L1 (%) 9.82+7.16 13.17£11.16 10.73+8.48 10.80+8.41 0.891
BRPERG % (n(%)] 16(33.3) 6(33.3) 22(33.3%) 15(41.7%) 0.403
FRIEAN MG 1 PPy 1.09+0.20 1.08+0.19 1.09+0.19 1.21+0.35 0.100
FRMRSL TG A ) 1.47+0.44 1.36+0.38 1.44+0.43 1.64+0.41 0.025
) 5 ¢ A i T P43 1.09+0.59 1.030.53 1.08+0.57 1.25+0.57 0.156
[ o S A Py 1.1120.60 1.03+0.53 1.14+0.63 1.25+0.57 0318
] R £T 2 AL 143 1.29+0.69 1.39+0.70 1.32+0.69 1.46+0.67 0.336
UNEES 0.97+0.61 1.1920.67 1.03+0.63 1.0740.54 0.683
B /N T) BT R S 1.30+0.83 1.50+1.11 1.36+0.91 1.33+0.60 0.570
/N ] ST P M 43 2.26+1.20 2.58+1.31 2.35+1.23 2.53+1.10 0.515
TR R [n(%)] 2(5.3%) 0 2(5.3%)(n=38) 2(10%)(n=20) 0.602
MR AE (%)) 40(83.3) 15(83.3) 55(83.3%) 25(69.4%) 0.103

TEBRTEWIAM , ARG DL x5 R 3 "PAE A IgM OB 2L 45 TgM BAPE 21 L 4%
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i BEDTR A (n=48)  VRIBPEDIRIA (n=18) Ei1(n=66) MBI (1=30)
BRI AL R F T DAL (%)) 7(14.6) 2(11.1) 9(13.6) 1(2.8)
BEVT AT E(n) 22 13 35 19
Bl % £ 5) 62.41+46.90 37.08+27.80 43.0(16.0,80.3) 87.8+42.1
Rifii 8 2 kA5 R (%)) 5(22.7) 1(7.7) 6(17.1) 0
HTE AL (%) 4(23.5)(n=17) 19.1)(n=11) 5(17.2)(n=29)" 0(n=19)
RV AL a5 =5 (%) ] 7(31.8)(n=22) 2(15.4)(n=13) 9(25.7)(n=35) 0(n=19)
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