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377 B JL B 15 4G9 R B I AR o B
KO E K ARE, BT &, AEH, B

(ERERKFHEILEERERGER, EX  400014)

(# E)o& HPLEG/NRERREFRA R SRR RR, # & REMEST 1999 4 2 H ~ 2006 4 2 ATEEKE
R R LI BE Rt 17 S A0 377 B IR B R e PRYTRE , Lo 5B & M B /N B I3 A 40k 1 W/ 1N BR 92 9 4 s ZEL RN 1 PR
B, 25 R 1 (1)377 BTSRRI LR R B/ NERER 217 1), 4k A B/ NERERH 158 B, st B/ NER B I I B 45 1
B0 (2) IR R B/ INERR o 2 B B L B R R R SR B2 2 4 59 g 7 B ALE R R B A /N ER ' AR (Meesangial proliferative
glomerulonephritis, MsPGN ) , 4k & B /NER B 28 H 43 51 Ay ot bk e S ME W 40 MsPGN . S5 IRUR MR B/ NER B2 LU, AR 1
INERBEIREE -4 R A R TgA TR R A BRI (435l P<0.05 .P<<0.01), IR — R ELISWTAb, Rkt 15 Bt B /N ER
PE{LIE (Focal segmental glomerulosclerosis, FSGS) I8 ) B /MERAE M £ 4 R Em (P<0.01), ##: (DREH BNk IR
JLEH WA B/ NERER R , BEE RIS K, Gk M/ NEREC IR B BT £ . A L EE W/ NER B B AR B S B LA MsPGN B Lo
()4 &M /MR SR R 21, DL TgA MODTBURE WL, 2R TeA MRERUTELR F3 FSGS M(BD B/ MVERBMEERE.
[c&im DLE B /NEREA ; R

(EERFEEFHES RN [ RRERIRE |A (%8 B #8 12007-10-18

Analysis of pathological and clinical manifestations in 377 children with

renal disease
ZHANG Wei,et o
(Department of Nephroimmunology,the Children’s Hospital,Chongqing Medical University)

[ Abstract] Objective:To explore the relationship between the pathological classification and clinical manifestations of renal
glomerular disease in children. Methods:Pathological diagnosis and laboratory routine examinations of total 377 patients with
renal disease during Feb,1999 to Feb,2006 were reviewed and compared. Results:(1)There were 250 male and 127 female
among 377 patients who received renal biopsy,and the ratio of male to female was 1.97. Among these patients,217(57.6%)
cases of primary glomerular disease,158(41.9% ) cases of secondary glomerular disease,1(0.25%) case of heritage glomerular
diseases and 1 case of renal vascular disease were found, respectively. (2)The most common clinical diagnosis and pathological
category in primary glomerulary disease were nephritic syndrome and mesangial proliferative glomerulonephritis (MsPGN),
respectively,and that in secondary glomerulary disease were Henoch-Schonlein purpura nephritis and MsPGN,respectively. The
mean age in group of secondary glomerulary disease [(10.36 +2.83)years] was older than that in group of primary glomerulary
disease[(9.72 + 3.07 )years], (P<<0.05). The incidence of IgA deposition within renal tissue and the incidence of focal segmental
glomerulosclerosis(FSGS) and or tubulopathy other than the first pathological diagnosis in secondary glomerulary disease(84.2%,
36.1%, respectively) were higher than those in primary glomerulary disease(54.4% ,22.6% ,respectively ), (P<c0.01,respectively ).
Conclusions: (1)Primary glomerulary disease is still common glomerulary disease in children,and secondary glomerulary disease
develops gradually with the increasement of age. MsPGN is the most common pathological category in children glomerulary
disease. (2)In secondary glomerulary disease,the higher incidence of FSGS and or tubulopathy are possibly due to the higher
incidence of IgA deposition within renal tissue.
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ARG BE 377 BIEAT E A B R
JLB 3R Ko i R HEAT BB 247 , 45 LR
KA /INERER I R4 A /D BRB R B9 HE I
PRAFAE , LASR & s PR AT JLZE B /NER s B9 2 1 i
RK BN,

1 #EREHZE

1.1 —f&A#

=] G4 4 1999 4E 2 A ~2006 4E 2 A fEEKER K
MR L EE Bt T B ISR A 377 SR LAY R B OR B
Ko B/NEREAR MG R Ay Fe R R P R R LR 2 R
FEH4H 2000 4F 11 A 2R SUUR AN B MR B ER
220 3 AR 4342 2000 £E 5] E RIFRAED.
12 Fik
121 LRERE SEMFH IREH IR addis 1747240
REATRL KM AEMGS, ff e A AR N ERERE
A . I #ME C3.
122 BRFEHEEA MREERAAB TEMNER BE
SRR AR A SN, FEEMEX SBoREAHT RS
MGIE 7 H (1gG IgA JIgM .C3) K 25, [ 78 HBsAg FHHEE'H
£H 4 [FBH{T HBsAg.HBeAg . HBeAg % {4, 384y B L IR} A 2 3%
BERERR.
1.3 %hitFERR

K F SPSS13.0 Ziit B AT St 4 . ITECRERER
A x5 BRIy 2 s M PR, RA KB R
BRI P<0.05 VA ERERITER L,

2 & R

2.1 WS AEAFIE

377 BB SRR ILH 5B 250 B, 22 127 B, B &
IR 1.97:1, 8 K2 % ~175 %5, HBREMH
B/NERER 217 B, & 57.6%, SEHE/NERERR
158 i, i 41.9%, ' I B HAR AR AL M B /N ERE R
& 161,34 0.5%, JREMS /NRERA ML K
BN AR A L3R, B R B 510 143 B

(659%).105 §(66.5% ), Z FEHEITFE XL (x =
0.013,P=>0.05); - & IR 5 318 (9.72 £3.07)
% (1036 +2.83)% , ZERAGITH¥E L (¢=2.056,
P<0.05); Ifil R i) & 4= 353 5124 107 $51(49.3% ) .92
B(58.2%), £ F EHKiTEE XL (x*=2.920,P>
0.05) ; =5 1 i 4 & A= 43 31 R 62 11(28.6% ) (47 15l
(29.7%), ZRFIL1H#EE XL ( x *=0.061,P>0.05);
Tk i) 1k B 4350 160 B1(73.79%) 125 5il(79.1%),
ER TG FEN(x?=1.452,P>0.05),

22 FBREAFLARIE(KLD)

B TR 4 i B LE W I 7 S @ 3R A H KR
AN, A FER R, R /R 4 Fdk &
T/ MREFHM R R ERARIT¥EESR, AL,
LA F A I TE S R A KO ILE AR E R
myEAEA MERME C3 & 24h REACERZSF
B EENEAER/D, TR EH  REEE
/NBR S 20 1 V75 A P P 1 T4 R B /N ER BRI A
ERABG B L (P<0.05), HAth 3 LW EHEIR
EGH¥ER
23 377 BB EAILE G ERNE KT LR

377 BlEAT B IE R B BN ERE R 1 Bl AE
/DR G IR IZ W B BRGB1E  RIE 2T R
B /NERT/IMFZE (Glomerular minimal change,MCD);
1 B8 i A5 e s PR B B2 T34 AT I PR B4 B
fiE. 217 IR RS /PERER S, B LAY 3 Fila R
RIS A B IREGEAIE(46.1%) 2B /NER'E R
(19.4% ) GEFEHE'E /NER'F R (16.6% ); B % LAY 3
Tl B2 B YK O MsPGN (47.0% ) \IgA "B %% (IgA
nephropathy, IgAN, 18.0%) . MCD(12.0% ). 158 4
BB /NERE A B, o 8t 2R E R (Henoch-
Schonlein purpura nephritis, HSPGN,71.5% YERZNR,
HK 2 R B S % (Hepatitis B virus as—
sociated nephritis, HBVGN ,26.6% ) FI 75 7% 4 & 4
(Lupus nephritis, LN, 1.9% ) ; B % WA 3 Fig ek
RUAK IR 1 MsPGN (75.3% ) , FEE ¥ ' %% ( Membranous

®1 BEERUES/NRERNEZEE/ NRERIERELEERNLLR

RS /NERERRH (n) 2R/ NERER A (n) t{H z {8
100775 A & A% (mmoV/L) 7.59+3.71(117) 6.52 +3.22(80) 2.108*
MmFEAEHE(gL) 32.11+12.67(193) 33.00 + 10.51(145) 0.705
mi# C3(gL) 1.17(188) 1.20(142) 1.138
24h REEEE (mg/kg) 41.00(167) 30.00(131) 1.336

1 *P<0.05, B4 Ho A
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nephropathy, MN, 14.6% ) . B 4011 & P 384 A= P ' /v eR
% % (Endocapillary proliferative glomerulonephritis,
ENPGN, 5.1%) . JRUAME B NERE Ak S HE 'S /MR
R ER RN Z BN EFARITYE
X(x2=63.227,P<0.01), 1€ 377 "G iEK B ILH,
MsPGN 3t 221 §], & 58.6%. R KM E /NREHH
4k M B /INIR B J A L NG R 3R B B o 28 AU 43 A
TRoL A L 2.4 3.

24 FHALALRLSHRBRURA L FSGSH
(BB DNEHREAHE LK

R B /INER P Je 4 Ak MR B /NER R R A
BN 1A IR R L5508 54.4%(118/
217 $1) .84.2%(133/158 i) , A L E R A 5T
F BN x2=36.683,P<0.01), B4 1gG.IgM Fi C3
EERALNTIRNEER LG #FER . BREE
/NERBEFR LA ARG R M B /N ERETR A L BREE — R

£2 27 PIREAMENRER GRS SREXBIHHXER

73231

g may  ErEHE R Irkm 18tk Btttk o

TETUNRER BERER REEAR WSRO ENERER
MsPGN 47(47%)  17(40.5%)  23(63.9%)  11(37.9%)  4(57.1%) 0 102(47.0%)
IgAN 13(13%)  10(23.8%) 3(8.3%) 12(41.4%)  1(14.3%) 0 39(18.0%)
GML 10(10 %) 4(9.5%) 7(194%)  5(17.2%) 0 0 26(12.0%)
ENPGN 4(4%) 9(21.4%) 0 0 0 0 13(6.0%)
MCD 4(4%) 2(4.8%) 2(5.6%) 0 0 0 8(3.7%)
IgMN 7(7%) 0 0 0 0 0 7(3.2%)
FGN 5(5%) 0 0 0 0 2(66.7%) 7(3.2%)
MN 2(2%) 0 1(2.8%) 1(3.4%) 0 0 4(1.8%)
MPGN 4(4%) 0 0 0 0 0 4(1.8%)
PSGN and SGN 1(1%) 0 0 0 2(28.6%) 0 3(1.4%)
FSGS 3(3%) 0 0 0 0 0 3(1.4%)
CreGN 0 0 0 0 0 1(33.3%) 1(0.5%)
Ait 100 2 36 29 7 3 217

¥ : GML(Glomerular minor lesion, B /NEREZ 5% 7E ), IgMN(IgM nephropathy, IgM '&%%5 ) ,FGN(Focal glomerulonephritis, JFktt'&
/NER'E &) ,MPGN (membrane proliferative glomerulonephritis, FEi# 4 #:'Bf/NER 15 45 ) ,PSGN and SGN (proliferative sclerosing
glomerulonephritis and sclerosing glomerulonephritis , 3 4 58 {b F1E {44 & /NER & 4 ), FSGS (Focal segmental glomerulosclerosis,
JEkE 3 B & /NeRTE4EAE ) , CreGN( Crescentic glomerulonephritis , 7 A P /KB 4)

F3 158 PISEME MNREREKISHSRBELBIHHXE

LN i :

P R IR B R B & &it
MsPGN 106(93.8%) 12(28.6%) 1(33.3%) 119(75.3%)
MN 1(0.9%) 22(52.4%) 0 23(14.6%)
ENPGN 4(3.5%) 4(9.5%) 0 8(5.1%)
MPGN 0 3(7.1%) 0 3(1.9%)
LN 0 0 2(66.7%) 2(1.3%)
IgMN 0 1(2.4%) 0 1(0.6%)
CreGN 1(0.9%) 0 0 1(0.6%)
GML 1(0.9%) 0 0 1(0.6%)
&it 113 42 3 158
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WAk, R EEA FSGS Al (=) B /NERAER R 4E
AN H 22.6%(49/217 ) .36.1%(57/158 B ),
HE , ZREFITFEX( x?=8.212,Pp<0.01),

3 3 i

B AR RS BT /N ER B B T SR B, X4
SR KB MAINE EENRKRE L, BEE R
REARMEEHAREF MR, FERARKIT L
REZHTIR/D A ) LE RS F ISR M ORI 0
REFR B, JLET/NRER KRR ZH, R
—MIERZE AR A A ZHREAER, R
2, Fl—FR PRt o] LI ARG R E R, L
B /NRER LUR R M B /NRE R R & FEE R
FIBGE , 4k B/ NERBOR I R AR, TigJR
FAE /IR B R 4k R /NER B R B A
¥ILL MsPGN (5 4 K 28, X 5 E NRE K JLEF
BN B /INBR IR (7 B 2R TR ) 4 A LR AR

A4 8 M B /N ER R R MCD F1 GML &it
i 15.7%, 5 B AR SR HRIE R 14.8%4L, FIAT
TEAS 40 B2 I K12 W7 IR & B R 45 & E 9 100
il JLH , MCD #1 GML &1L & 14%, T Bl 4 SCik
REETEHR NIRRT RS ,MCD #1
GML £y 19% ~ 35%1*9, Z R K, XFERFFE
SERATIERAT FIEAS T , X B e B AR A %,
RAE SMKRINERA XSG F T — PR,
AR, g R T /N ERER L HSPGN(71.5% )
S, 5 EANCRIER 69.5% ML, 5RARR, BA
REAOUGE R AR T/ NERERLL LN &,
i 63.7% ,HSPGN {4 11.3%, &HXFh2 R 55|
A2 JLE AU 4k &M 5 /N ER PR I 2R R AR
PRSI X, B4, HBVGN L4 4k &1 /)N
BRIZIRH) 26.6% , X B HRIEAL R 11.0%, XFhE
FEAE B ER AR BLEESG X, Rl sE5RHAK
BFRBXEFERAFA X, 440 HBVGN fmfilK
LR AT LEFT AL LI, KA EILYE 71.4%, 5
WA A EREMNE 1R REERESILEZ R
BTG TAER Frff— 20 sk, FIRt i /R 2
JTE B 2B HBVGN EETFBE 2 —,

T B i i R 5 | A R R A /N BR A 4L
MEERZE, MIEFEEMN Ruan FAEL— 75
BFFExt 8 B F Bk F IR BB E, B IR RIER S
B R EIERENXERE, RIELMAMK
S JE B BERR AR AR A S R E 6
OIS, A YR B R4k & M BN R BRI TS
AR B R K 42 R &4 W /N BR B AR (P<<0.05) , H
A FSGS (&) B /INE s 28 T 00 W 5 I 2% ' /N Bk
PR (P<0.01), HAk &M B/ NRBR 41 T 2R
WREYIR [gA MUTTERERA B & FIRAE S /MK
PR (P<0.01), IgA BIUTAR BN R R AE I B O 45
B, XA LHERESE T, #E— 2NN SRREE
AERR R . A4 A LTS AR E BEK F5 FSGS
M) FNEREN RSN, REER, 2T
S8R S /NREIREEE RN RIEARK? RIEE
H—2ES INEEEREST MR E AT
#— WP,

& % x W
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