éEiﬁ%ﬁﬁ&:Al‘%*@dﬁ%‘l I%ﬁ"ﬁéwo)?ﬁﬂﬁd)ﬁﬂk&:

T

—/NRER

REDBER L BB HREA T —

szl smnar’ reend  Bw =D rpn—"

S EE BRI ABRFONRBEBEEOBREBOIRE FRICOXT7 vy — P AER L LR
Ut 5 372 B R ATRAEE 28861 (77%), k¥ AERGEES2H(14%), £XRE
BEE1661(14%), FOM16GI(4%) THholz, TOHFTR 7 n— CERR, BHEBRTLTH,
BRRBEB AT 20, EREBEE LY, HHREBETSH, RERBTHO 54, 24 T4

Bl(12%) 7 MBHEBARERBTH o T

MEEBHERE, BEETE

[ Brge ik 1 £ EENSREIT0ME RO/ RIgHE
BEEOT7 Vir— A IVEBLORIT26T
DEERRBENSRERAS, B4«DREDOH
REFBREOEEE L,

[ R VHSES ZERRESACSEL
Table 1 @R Uiz, FERMERREEEL 288
B CRIEFDTTR I Db o ZRERIRBER
115241(14% ) Tr— 7 RAB K116, LBHRHE
BRAIFITH o, EREFREBRL6H, %
D166 TH o 7o
1. REEARREES
1. x7r—YEREE 1964

Vb B U HEAS FR7 e— X, BERTHR
PZE{E (MCNS) 04541, BERRIET (NS) D

10551 H3>% T1500] L e S hico BRI
BACEXIAP), 29 ¥ AEEE % (Mes.
proli. GN), BE:BHE (MN) 561, Bk
B 2 (MPGN) 1061 TH o too  RIEFRIT

MCNS 6.3, FGS 7.5FC, HHSHER
4.64ETH o too 3 7 B —EIEERE (MPGNILF)
EET) D BEO BREARoER, BRER
(AT rA FERIGHEDY BEEMHT 53 HHE
B% 15 frequent relapser I(f#), A7
vf FRBIR M1 H30.59 8 Ll EoEAR
D% imcomplete remissionZ (i#)
TR Lico(Table 2) W@ 5 VHEA P
x7r—¥r#E % bhsMCNS, NSO1506f
#3143 T15-30% P BRE, HLI MR 5F,
EHE, fEEFOFRMThbh T,
FGS D#EHEL B 2R 0Bt HMThbh Th%
2, SEc—Eo L, 7 v —CERFD
SFIGHAOXKEI LM —I R TRV ORE
RE B, 770 —FEHEREOHTIIMCNS,
NSO R4 EFRIIEHTHDH 2 i BRER
4 (CRF) &Teotco FGSTIX6AD VP NTL BB
51, CRF} 26l nbhic, (Table 3)

1) ENCREFTERRENER, 2) BEMREETHRRGDNEH,

3) @ﬁﬁ%ﬁﬁﬁﬂ%ﬁdvﬁﬂ
Hideaki Krayarna,
Junichi Kadowaki 3

Junko Udagawa} 1 Harunobu leano,) Kanji Ozawa?

1) National Sanatorium Chibahigasi Hospital
2) National Sanatorium Niigata Hospital
3) National Sanatorium Nishisapporo Hospital
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2. EBMEBERERR 88#1(24%)
BHERLE LTRENL [gABE, non
IgABEDORIEMB L COFHE R L,
(Tabled ) 1 & b, HLPBIERMRE (%
##R School Urine Screening Pro-
gram (SUSP)7x &), BERMRER, IgA
HECAR MR FHE TH ot IgAS
EORFFIRFTROBEZELD v, 40DHFE,
A% RITRDBE % %20 non IgABEDR
L/ 3BRRIROYE, 44BHTE, 13%ic R
B ROBEYRice CRFIZIgABIET3H ( 6
%), non IgABRET2HI(13%) ThHoi,
BT R T 5 BB O BN Y [gAB X,
non IgAB% bW 2EBHBELAD 3FITHIT
Table 5IT/R Lic, IgABEET, 2075 DB
CHM/ME R ER ST, i, HEE,
AT EA FEED 50-70% DA THERE 3T
Wi, MRS BT HE% Table 6 IR Lice
IgABIET3%], non IgABREC26ICRFHI
Bhbhic, — B FEARE Shh s A4k
BB B4 Crescentic GN 1%t Bk
BTH ol
3. EMEHEHEEA (MPGN) (Table7)
F*7rn—EE(NSE) 1041, BRE (CGNA)
1081 CH ot NSERENREL, FHITE
Thotk, —MCANURENFETRR, BER
BRIECTFRRFLEDh W58, A7 vr
— P TR CRF IS HREIF (17%), BiERE
MRIELFI(8%) THoto BRIIATRA Y
(AR ) BESNBLRTbR T, MERS
#O EF(LINSE T45) (40%), CGNE 64
(60%) THoteo NSEDS %L 8731 B 1.0
7 L EoERE R\ Cvico CRE T BB
(CAPD) @ Ao 1IN 3HITH o To
I. ZRMERERGGRE
1. 25T~ b=FRA(A—FRABL)
Systemic Lupus Erythmatosus
(Lupus nephritis) (Table8) ~— 7 &
BRIL11HICE 261, Z9HITHo feo HRUR
AT e A VERESE TR IERE, i

WRtEE, REMHF A Sh T, miEmH
EOEFILI0BIT ALNMPGN I L BIF
THolo 36%iC1 H107 L EOFHHEAR
BHRDI T T,
2. HPHEMET L (Anaphlactoid purpura
nephritis APN) (Table7)

APNEZBZZ#I k<, BEFRL 91T TH
ol R, EFIOKFEBCAT S F, #I
TR, PORERED T Tk, R
HIFERE3H (7%) wBX ich o oo 12053
1.07/H U EDOBER 2 ESE LT\, MEE
¥ (HD) EAM 241 (5%) K& bhtc,
M. S&RHBFEE Congenital renal
diseases

7 - MERBL 5 HILEIH T, KBflo
151%5%%, 2018A%2 (CRF) RETHo o
BERRUL 76 (B 551, & 261) 5 BLCRF 2
5P CHot, BEMF7 v vHZ26]E LB,
D5 B 261 TLHF CRF THotco 4
DR ROBEHETLH (4460, TRETE
A58 DEDLEEFINMB e Hi- 5,
N, #nEBiE, BEERF A Refiux neph-
ropathy, Chronic pyelonephritis

I 10BN 3B HETE, PRRERERERE, BBt
REEHRBS L YR ERNCH D, 7LvTF=
v(Cr.) L.5mg @l L EOFIER A DR B
B, BRI ARL N ot, SO &L, 3
REg0HER, BEO/REBbh, RIIRRRC
X5 B IEBIERTD %o
V. B epiicounvToks

BAREBIIRR 37264461 12%TH b %
D5 BHD14#i, CAPD 13%1Cdh o foo BEE
O RRIETRIRIE BB Th BN L ED39%
(174)), =kt (APN) #34.5% ( 2600), %
KHE34% (1561), HHMEBEL11% (561), K
BABE11% (561) TH o *o CAPD O 2 ) #}
HD#17, CAPDD 1 i £ HD 0 1 fi5E#
WD LWk, 20 ki, Rhiwx 3%
PHCEA LTfERIIe BB R 2t 58K, B
BiEZ S5 T AF0Abh 5 BRZBIE L
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T ETHhBY, HOEFIFENTO T EBERBIE
PRI HELYETRALT 5T LT, 4%
OMERTHAS 5,

Llk, 1988.118 1 BRTE, 40RO EIK
HFNRBR I ABih© 37200 FRE L
too MRA 7 v — CEBEHI M TFERF L
Ihiedib, &L OEFANRREY /KBRS
ERTWBEIR, ¥, ERBRROMIMLIC X b,
BIEREREOBREOHEN, BEBHCTH

1.Primary 288(77%)

<Nephrotic syndrome>
Minimal change (MCNS)

Focal glomerulosclerosis (FGS) 14
Mesangial proliferative GN (Mes.Proli.GN) 17

Membranous nephropathy {(MN)

Membranoproliferative GN (MPGN) 10

RBxX not performed (NS)

<Chronic glomerulonephritis>
IgA nephropathy (IgA-GN)
non IgA-GN {(non IgA-GN)
Crescentic GN

MN

MPGN

RBx not performed {so-~called CGN) 9

<Acute Glomerulonephritis>
<Hematuria>
2.Secondary 52 (14%)

Lupus nephritis (SLE)

Anaphylactoid purpura nephritis {APN} 41

3.Congenital renal diseases

Alport's syndrome
hypoplasia,
Nephronophthesis

Polycystic kidney

4.0thers 16 (4%) .

Reflux nephropathy, Chronic pyelonephritis 10

Renal stone

Chronic renal failure due to unknown origin 5

Oligomeganephronia

NTWBHTED, HDTHLM Lo, BER
BoRBEO, BYRERETE GEEERE),
BEEE, Bk vwbhsh, 03K
BRELT D i, LERERED 1T/
Ik EWbDLEEL, SETOE—HLLT
Tvr— bREERToT. 58, REHCE 4«
DR N &R, AR EE
D TR AT\ VNE IR BR AR, X hEY
ToEE, 1REETIBINTE L,

196 (53%) C

kW N W N D

88 (24%)
51
16
1
1
10

COoOOOMNW

[=]

3 (1%)
1 0
CRF

11

N O

16 (4%)

NN G
SIS RS Y

Table 1

tassification of Renal Diseases
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*All of them were tried steroid therapy.

—288—

n A D ¢] I
MCNS, NS f 143 22(15%) 42(29%) 40(28%) 37(27%)
n=150 i 7 1(14%) 3(43%) 1(14%) 1(14%)
FGS f 5 5(100%) 2{40%) 3(60%) 2(40%)
n=12 i 7 4(57%) 1(14%) 4(57%) 4(57%)
Mes.proli.GN f 11 3(27%) 5(45%) 5(45%) 3(27%)
n=14 i 3 3{(100%) 1(33%) 1(33%) 1(33%)
MN f 1 0 1(100%) o] 4]
n=3 i 2 2(100%) 1(50%) o 0
A:Anticoagulant (heparin,warfarin}
D:Antiplatelet(dipyridamole)
0:0riental medicine
I:Immunosuppressant {cyclophosphamide)
f:frequent relapser ,steroid responsible
i:incomplete remission
Table 2 Therapy on Nephrotic syndrome
Incomplete
N remission CRF
MCNS, NS 150 7{ 5%) 2
FGS 14 9(64%) 2
Mes.proli.GN 17 6{35%) 3
MN 5 4(80%) 2
MPGN 10 9{90%) 3
196 35(18%) 12(6%)
. . . ) .
Table 3 Clinical course in Nephrotic Syndrome
IgA GN non-IgA GN
n=51 n=16
Urine abnormaliteis Urine abnormaliteis
Onset mode I N 1 CRF 1 N E ; CRF
1 ]

1 Asymptomatic : :
susp 16 15 1 ' 3 3 6 2 § 1
Chance 5 0 [ o 1 o o 0

¢ '
Acute onset : v
Edema 0 [] 0 [ o] 1 o ¢t 1
Macrohematuria 5 5 1 : 0 0 0 0 : 0
unknown 0 0 o, o 1 0 o , o©
26 20 I 5 7 2 1 2
(51%) (39%) (4%): {6%) (31%) (44%) (13%):(13%)
I:improvement
N:no change
E:evacerbation
CRF:Chronic renal failure
Jable 4  Onset mode and outcome in IgA GN and non-TgA GN




IgA non-IgA so-called

n=49% n=14 CGN

n=9¢
Steroid 25(52%) a(64%) 3(30%)
Anticoagulant 34(71%) 10(71%) 4{44%)
Antiplatelet 43(90%) 6(43%) 4(44%)
Immunosuppressant 3{6%) 3(21.5%) 1(311%)
Oriental medicine 5(10%) 3(21.5%) 1{11%)

Ta__bie 5 Therapy on Chronic glomerulo nephritis

Urine abnormalilies

n Improve No change . Exacerbation CRF
1gA GN 51 26 {51%) 20{39%) 2 (4%) 3 (6%)
non-I1gA GN 16 S{31%) 7 (44%) - 2(13%) 2(13%
so-called CGN 9 5 (56%) 3(33%)  1{(11%) o
Crescentic GN 1 1(100%) 0 0 o
MN 1 o 1(106%) 0 0
MPGN 10 5 (50%) 5 (50%) V] o

follow:0.5-10. 0y (mean;3.7)

Table & Outcome in Chronic glomerulo nephritis

CRF
nephrotic{NS) 10(M=7,F=3) 3{M=2,F=1)
nephritic{CGN)10(M=2,F=8) 0

*Onset age
NS 4.0-11.9y(mean:8.3)
CGN 6.3-11.9y{mean:8.9)

*Onset mode CRF
Acute onset 6 1
SUSP 12 1
unknown 2 1

*Qutconme NS CGN
CH50 normalization 4 6
proteinuria 0.1g/day> Q 5
proteinuria 1.0g/day> 1 5
proteinuria 1.0g/day< 8 0
CAPD 3 o]

Table 7 Membranoproliferative glomerulo nephritis
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n=41 (M=22,F=19) n=11, (M=2, F=9)

*Onset age 3.9-13.1y(mean:9.1) *Onset age 5.6-14.9y{mean:11.6y)
*Therapy ' *Onset mode
Steroid 20(50%) asymptomatic:SUSP 1
Anticoagulant 18(44%) _ Chance g
Antiplatelet 24(59%) symptomatic :Edema_
Inmunosupressant 3(7%) eruption 3
*Therapy
*Outcome (follow:0.5-6,6y mean:2.3) st d 10
erol
proteinuria 1.0g/day> 34 (83%) Anticoagulant 5
pProteinuria 1.0g/day< 5(12%) Antiplatelet . g
HD 2(5%) Immunosuppressan
fable O Anaphylactoid purpura nephritis *Outcome (Follow:0.2-8.1y mean:3.1

CH50 normalization 10(91%)
proteinuria;1.0/day> 7(64%)
proteinuria;1.0/day< 4(36%)
renal failure o

fabie 8 lupus nephritis

CRF CAPD HD conservative

NS 12 6 2 4
CGN 5 4 2 o]
APN 2 [o] 2 o]
Alport's syndrome 4 o} 2 2
Hypoplasia 7 1 1 5
Nephronophthesis 2 1 1 0
Polycystic kidney 2 1 1 0
Reflux Nephropathy 5 0 0 5
unknown 5 1 3 1

44 13 14 17

fabie 10 Ciassification of original disease and the method
of the dialysis(CAPD,HD) on Chronic Renal Failure
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BEHTFIRA b OCRGEEMXTER YIMER ﬁ
BXO—BTIH. BREOMACERENETNIRENHYET

372 288 (77%), 52 (14%),
16 (14%), 16 (4%)
17, 2, 13, 5 5
44 (12%)



