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Clinical-pathological characteristics of IgM nephropathy in 34 children
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Abstract: Objective
The data of 34 children with IgM nephropathy from the First Affiliated Hospital of Zhengzhou University were retrospectively

To investigate the clinical-pathologic characteristics of IgM nephropathy in children. Methods
reviewed. Results  Of the 34 cases of IgM nephropathy, nephrotic syndrome (NS) was clinically presented in 22 cases
(64.7% ). The renal pathological classification was as follows: minimal change disease (12 cases, 35.3% ), minimal
change disease with acute renal tubular injury (3 cases, 8.8% ), minimal change glomerulonephritis (6 cases, 17.6% ),
minimal change glomerulernephritis with ischemic renal injury (1 case, 2.9% ) , mesangial proliferative glomerulonephritis
(7 cases, 20. 6% ), focal segmental glomerulosclerosis (4 cases, 11.8% ), focal proliferative glomerulernephritis ( 1
case, 2.9 %).
increasing IgM deposition. Conclusions

Glomerular injury score, renal vascular injury score and total renal injury score increased with the
The majority of children with IgM nephropathy manifest clinically as nephrotic
syndrome. The patterns of renal pathology may be varied in children with IgM nephropathy. IgM deposition in the

mesenteric area is an important pathologic feature and is related to the degree of renal injury.

Key words

IgM B LU /NER R R X 1M TR £ R
RS AN B /NER AR, S 3R LB A L 1) S 1
B NERIR Z — , RIS Z I RRBLEA 2%
P, B BT A B A PR AR R . RS 34
191 1M 8 LRI PR B g B8 K7 A T o A
PAFRITLZE 1M 15 1o i A B 1 S U

1 #REHE
L1 —iHE#

WAk 2008 4F 4 A 2 2009 4F 8 H R K2 —

[ icH H 38112009 - 10 -02; [ &l H 1] 12009 12 -29
(AR IS IR, 4, AP seAE
[ fEIEY | £, B EAEREIT.

[ Chin J Contemp Pediatr, 2010, 12 (5) :338 —340 |

IgM nephropathy; Pathological analysis; Child

RF IR B 56 ) LARHIG PR 9 ) 5% 4 - 20 B T Ak ARG, A
2N 1M BRI BE UL 34 B, 254 1M Bk i2
FRAED s BRIS T BB G L B B R Y L A
HERR RIS T R I B S Ak & B B B
Hho RIRZEEIERIETE R T d &2 4FE OF1(6.41 +
4.44)H .

1.2 FHi&

1.2.1 s REAIN WS e LT A i 91 s R 2 30
PER e atet Ok Ll MGV S S W UM
I PRAF I AR, I35 S 8RR 1 ( 1gG \IgA [IgM)
FMA( €C3.C4 ), I IRFE A (BUN) | I i WL

- 338 -



5 12 B4 S 1)
2010 4E5 A

W E % &L &

Chin J Contemp Pediatr

Vol. 12 No. 5
May 2010

(SCr) , [ H,24 h JREEFIE R, JK RBC ki,
1.2.2 mEFHE B T R L 2 B N ER B
(23.49 +12.37) 4>, RIEETOICMEE AL 196,
IgM IgA [C3 [ Clq, FRA 2 G U MU EE. 4
SRR AKG -2 g6 (HE ), 2 B R 7S 3 H g
WA YL ta ( PASM) , Hh#A UL (8, ( Masson ) , Ay 4 fil
R ge i (PAS) FEJEEE AR . 4 T AR /NER
AN T BT R () BT /0N I A R o AR ST R R
iz IgM 5 EoR BEA 73 Ry TgM JURR( +) L (+ +)
(+ + +)3 24, 3 HHATE /DRI E RS 5 4
AR B /IS B) B AR Ry S I g A
U  HEER VIR RO B2 AL R AR TR 6 &R o

B /INER B/ INE BB LA 1 25 T B S E AR
FH Katafuchi 2557 1) 5@ R PEMARE, BB
1~27 43 i (1) B /NERBSr (1 ~ 12 40) 4. D R
JEEHE AR BT (Fa 72 o7 B /NIRRT 33,1 ~4 41) -
Te,1 4% <25% WERRE,2 4%:25% ~50% Fy g, 3
415 >50% JELE 4 435 Q1 Bt o IR ORGE Fn
WEAEAL A 4 1,0 ~4 43) - 6,0 435 <10% 1 45
10% ~25% ,2 433;25% ~50% ,3 4%; >50% ,4 4%;3)
BRYEREAL (BRPERE A6 B /NER o B /NS E E 43 T
0~448):T5,0 4%; <10% ,1 43;10% ~25% ,2 43;
25% ~50% ,3 433 >50% 4 4y, (2) B/ INE ] RS
(AR AT (5 R T B AU U AR 5,0 ~ 9 43) o
' 1R J5 0 20 LI ) SR 7 A1k B B /N 25 45 43 A
0~343:T5,0 485 <25% ,1 43:25% ~50% ,2 4y >
50% ,3 43. (3) MRS (0 ~6 43) : D & BE Y
(M4 NAR/HME <0.5, LISRAR LA BT b7 A 43 He i3,
0~34%): 75,0 455 <10% ,1 43;10% ~25% ,2 435 >
25% ,3 41 QB AR AR M (LA AR A8 BT 4 43 it
B0 ~3 ) 05,0 48 <10%,1 4%510% ~25% ,
24y >25% ,3 4y,
1.2.3 3697 %97 ) iy o E LR —1R 97
T7 R BITRCAIW S BT Ik e TR K RRT ¥k, 4 i
Rt 2 MBI A ([ IE ) SEMETR TR B
WEMERE (CTX) SF e il 51697 o
1.2.4 %it#5i% Z 4 [k L BCR -l 24~
ST REARAE S G 5511 Kruskal-Wallis #6555 504 , i
— G B P A SR FH A 2l ST R AR Al S 50k 56 1Y
Mann-Whitney ¥,

2 #R

2.1 ImpR%F =

[l B0 15 A2 W7 O UK P /N R RO

141 451, Horp iz g TgM B 58 L 34 491, o & 1
B /INREIR 1) 24. 1% o 55 21 B, 2 13 5], A% 9 4>
AR 12 % F1(6.96 £3.64) % 5 Kl L IFIIE
Y 11 ] (32.4% ) , A7 Ih R B 28 1] (82.4% ) 5
RN EIRLEGAE 22 4 (64. 7% ), Horp BLafi P
95 18 1 (52.9% ) , ' 9 PE "B o 4 B (11.8% ) ; IR
NEAEYEIL IR 6 6] (17. 6% ), Fp St 8 K 3 4]
(8.8% ), I JRFEER IR 3 1 (8.8% ), IfLifs IgM Ft
i 8 1911(23. 5% ) , C3 FEAFE 7 191 (20. 6% ) ;N-£
Pk-Z A A (NAG) THis 5 23 4 (67.6% ) 522
B e 25 A AR R OL I K AR 3 19, 42+
6.14 o/L, JREMANEH 0.16 0. 10 g/kg,

2.2 REZFRE

221 REmEEAR g IgM iR 21 i
(61.8% ) ,IgM +C3 + FRA {114 #(11.8% ) ,IgM +
Clq JUFH 3 fi(8.8% ) ,IgM + FRA JTFH 2 161](5.9% ) ,
IgM + C3 +IgG + IgA + FRA J7TAL 1 5] (2.9% ) ,1gM +
C3PLAR 1 1 (2.9% ) ,1gM + C3 + Clq + IgG JLFH
1£6](2.9% ) ,1gM + Clq + FRA ¥ 1 (2.9% )
2.2.2 IgM R EBESH 70 By
IgM( +)22 5] (64.7% ) ,IgM( + + )9 4l (26.5% ) ,
IeM( + + +)3 #(8.8%) .

2.2.3 IgM RARGRE G AR AKEZ FRSWY
R BNERTRTEBUR 3 412 R G

EX (' =1.807,P >0.05) ; B /NERHEAS B4 | 1
R JOB E S AR A 1M ( +) 415 IgM
(+ +)HMEZERITLEITEE L (53R =
87.5, P >0.05; u =58.5, P >0.05;u =93,
P>0.05);IgM( +) 205 IgM( + + +) 41 iz 2y
BEtE L (u=0.5, P<0.01;u=0.5, P<0.01;
w=1,P<0.01); BF/NERIGAFIS 1M (+ +) 415
IgM ( + + + ) HILKZ R AL FE X (u=0.0,
P <0.01) , 5 i 485 28 B0 KB I A 460 35 AR g TgM
(++)AHIgM( + + +) ALK ERLRITEE
Y (u=5.0,P>0.05;u=3.0,P>0.05), WFEIl,
2.2.4 WMEFHRE Rz an s A ERFERG % 3
% (8.8% ) , B /NeRAEILFE 4 ] (11.8% ) , B 4H
BRPERG A 22 ] (64. T% ) , Z J 200 il 1 36 Jo B B 4%
AT B (20. 6% ), B /N A UKL AR PR 27
(79.4% ), Ia] 5T A A [\ #2 BE R ME i i iz i 7 17
(20.6% ), [A] LT 44k 3 191 (8. 8% ) , B /NE Z 45 2
B1(5.9% ) , /NS KIGIE S 5 (14.7% ) , Hrh 5
BIUTHGR A, EERI R R X I TE , 2 I
g1 B ey o7 Wl IR A v R L 7 R T S W oY 3
AL Z G o

-+ 339 -



5512 B S5 ) Nl AW Vol. 12 No. 5
2010 =5 H Chin J Contemp Pediatr May 2010
1 IgMiAREESERESHIEEERTNXER
o % B /N S B 3 5 1A SRR S /N ) T AR ARGy U G B AL
IeM( + )4 22 16.55 14.18 16.82 15.77
IeM( + +)4H 9 14.72 21.06 16.83 17.00
IgM( + + + )2 3 32.83%P 31.17% 24.50 31.67%

a: 5 IgM( + ) dHH%,P <0.01;b. 5 [eM( + + )4 EE, P<0.01,

2.2.5 REEA /NS 12 511 (35.3% ) , 1
INRE PR ZVE B NE I 3 6(8.8% ) BRI AZ 6
B1(17.6% ) , 52 Row A st i 8 45 1 651(2.9% ),
FNEIE A= T 4 (20. 6% ), Jap kb5 B {7 4 )
(11.8% ) , JAykt3 A= R0 1 5 (2.9% )
2.3 THEWE

RIUNAE R 25 A 1R B 4 b 2y KOWRE TR YT J5
IS BN 6 151 Sl i R A8 LI 85 I PR RS
BN [FIFRRRE (AR EE I A . 7 22 IR ER AR AR
JUH 13 BRI, 9 BIREER FR 580w s 24, For
6 B XMETAR L , I ER BRI G 5 4 B 1 15 31 22
fitt  IREE TR+ +) ~ (=), 2 BIIMAHRFMER A
ST G, 34 BrhREYs 25 ], Horh 21 B k% B
DR GEE 3 IGETREREA 2
3 g
IgM B 2 LB /NER &R BRI TgM TR R £ 1 &R
JEERETE ML B /NERE R B A S e R A R IR
JEEDCAT R i 1 1M JUAR, TgM 2 ME — alidx 32 21 T
FRBLAT , G5 T W] WLk T8 P B /N ek R B A= A (5%0)
FNEIE 1 22, T B /N ER SRR OE R [ Y e
IeM B Y K0 R N 8. 4% ~22.9% 1 AHIEST Ny
24.1% 37w TgM B 9 7 L8 I 4 1 B /N ek B s op
di A A Y P, R R I R BRI E A, AR
R R SRR LY 64.7% , Ho sl B
52.9% "B RVEEE 11.8% 427K TgM B i L) B i 25
A RE B B ) R, 5 AR AR

] iR 2R TR XA Y e 52 6 5 I R IR
A—EWR, IgM DIEE Z RN BIRLR AL, 7]
A TG TgA Je C3 JIRE ZAEA LK . ABFFEHE
ANERIFAS R B/ INE ) B A2 W, B RTZ A 2
TEI P 5 TR B 7 S 2B e U | e
JSNE 8 AsE 3 o ) A 8 2R P L, 3R S 4 L
M FR IR TR 22 A As T B U L A R )
TgM B IR FEFN TS SEMA K, I 4E R B 2 2p 3 T
5 O B /NG TR] ST A8 X I 3 S i ) AR
™ R, 1 TgM B 36T s ST
MU IRTT AT o AT 2% Rl A R Tk RS2 R4S 5t

R 20 IR TSR B/ IV 18] B A B e 0

AWFTE AR L AL 2R PR T 2R, T
MCD MCGN MsPGN F1 FSGS £/ | 2 5 B R 15
N ER B 2 A 45N A ], 59 BESS ARU T AH ¢
o AR MM PN H ATTE 2208 B LM A G
— 245}y MCD F1 FSGS f43f J th, JC5E 18 . Donia
25NN 33% ~100% (1 Jey Kt 5 BORE AL B /N 1B 46
FE 1 IgM T AL TR . AW R AUE 1gM PR
(9 1] 22 2 B M R R I A 7R, ] e R B
RE AL E A LA B BE (B4 58 2518 1R A 1 T 0 S 4 1
JLKIBED R ER SR, B, LE M FhHA
HOMRR A IG PR PRARRAE , K LA S — sk 37 i
95, LA G ds IR RI2YT .

(& % X ]

WRIAHMC, T IR R, W RR 5. AR 1M ¥ (KT 8 4] G PR s B 41
E)LI] . R JLRRR, 1988, 26(2) .75.

Katafuchi R, Kiyoshi Y, Oh Y, Uesugi N, lkeda K, Yanase T, et
al. Glomerular score as a prognosticator in IgA nephropathy: its
usefullness and limitation[ J]. Clin Nephrol, 1998, 49(1) :1-8.
AR RR s LR A A 2 B R 24 L. /N LB /INER B 95 14 1 IR

W RARITLT]. AR LB, 2001, 39 (12) . 746-
749.
(4] 2ROt MR 25 % i BLRF A [T ] IR LR A%,

2007, 25(12) :1040-1042.

TRMERY 2 I BT 30, B, E . B AR XEva o B m
ZEAAERIL ST Bl R 5 #EOC R K BUG 43 [ 1] 52 FLFRE
R4, 2007, 22(17) :1319-1320.

B, A, e, XA, E R 38 i JL B Ak
IgM BRI R SR BT [ )] AR R R 22 2 iR (B2
2004, 33(3) :347-356.

BEM RHEEEIM]. 6 . dEat: AR A AL, 2004
281-282.

B, B3 30, SR/ RTINS PG 5, BERLAL. 61 XA 1
B L IgM UL S B e BEE R AT [ ], BE 241 R 5T,
2008,25(4) :607-609.

. JUEEAS M 5 A 114 43 s LR Aty K I PR Bl v %o 5k [0 ]
rpE 2 ALR R AR, 2007,8(2) :95-98.

Dussaule JC, Chatziantoniou C. Reversal of renal disease: is it
enough to inhibit the action of angiotensin Il 7[ J]. Cell Death Dif-
fer, 2007, 14(7) :1343-1349.

Donia AF, Sobh MA, Moustafa FE, Bakr MA, Foda MA. Clinical
significance and long term evolution of minimal change histpatho-
logic variants and of IgM nephropathy among Egyptians [ J]. ]
Nephrol, 2000, 13(4) .275-281.

(ARG W)

- 340 -





