SEPEIR TR % D RRRER B A 4R

FC®HIC

Henoch—-Schonlein (Anaphylactoid, [,
T Vv E—iE) BRI, KR - bR LUE
HEREEMETIHRAET, NMNRIREL, 20K
RIZ DD TR FICEAS L TV, TO
Henoch-Schonlein ¥R ICEH 4 5 B4, 44
bHERREHERE, TIRELRRGBESRL LT
FEEIFTH A, BB —RIGBEELEL, 18
HEBERTHPEECBERAL T THTT M
bv, £/, FAOBEERLEOFRD 1 2L
o, BEELBRED1 DTHB?,

SE, bhbhld, FREERTEENEE
BxE LB EAI DO THRE L 7o,

EfHESUHE

RS2 D 559 DMIc, REERAF/NER
CB2RMFREBRD > L, BENFERE L
BIFIEO 58 GHIBER 2BAKL(EL),
R, TERPSIS/THEIEG, L28TH5,

®1 BERRBLIGER

RERMARNES  FMHES RE&ES

REF 1 2k E, RESEBBEITH 54, EH
1«2 30D3F, EERPDVIIBEHRIRET,
R 4 ITBHEBEAL LY, EM S RRFRLE
LTS, BaEmbrkhis, StEE, 8|EE, 30t
BT X DEE LT,

w R

E21C, BEFOKZEE LD L1,

fEfl 1 - 8RBT, BAEE - EREHE, 3H%
SR - IME, MIRICTEAR » MREEHEOT,
Z 0%, ABRWIRGASh, BREIE 4:8iIKE
| EERIET LT A7 0 4 FEEHKICDD &
Dipyridamole, Cyclophosphamide 10:8f] D74
%17 > 12o TOMABMIMERE < D LU 128, 3
RICRFTTROREL S, BRIIE1ET HBEDL
SEARMPEL, MRBIFEALBEHOLNIELE
D, 1F9HAKE?2OEERET, RRRIEE
AEBHRLICRETER L7

fERI 2 1 TRB, %W - EE - IE - BEiEL
B, #2BEERBIR TR - RAREIERSQ,

ONSET to
AGE DURATION (BIOPSY )
CASE | (ONSET) OUTCOME
SEX <12W | ~6M | ~1Y ~2Y ~3Y ~4Y >4y
15 8 5 AEBRA
1.c.Y.igsy M| @ 4w @ 1YsMm #E  Fa (D, ®OERe-y/E
. CRN 0.5, Ccer. 61.1n2/%
4F1 n AR
2. HY. |7y m{| @ 8w @ 7™M @ 3Y6M | B ;i (-), REP0-1/B
CRN 0.7, Cer. 114,5a8/5
‘ 5%5 5 ARA
3. ALA.jaY F ®IM |{@1Y3M WE BB (D)~ (), FRBCS/E
CRN 0.8, Ccr. 106.6m2/9
AFE3IHARR
4. T.M.|18Y F @ 8M |@1Y2M MR I ()~ (), RRHS-10/8
CRN 2.1, Cer. 40.2v¢/%
- 5F10% BBA
5. S.N.|10Y M @ 2Y6M @ AYTM |#R : Zes(+) ~(#), KAZ0-30/8
CRN 1,0, Cor. 88.1m¢/%9
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%2 Long-term course of 5 patients

Pationt A% * 500 0} c.c.c. [} - Key
Onsat vals.s.n.n.o.o. l1 } Renal bicpsy
~ [TII1] Proteinuria
1.C.Y. 88 [GEoREr Il ] [f3i=s] Microhematuria
[09GTY Recurrent macrohematuria
0.0.0.D.0.0. 0.0:0.0.0.0. P Puwa
@ AA DAAA. — AAA D S Steroid therapy
swicce | } c Cyclophosphamide
[P PR P, P. ) D Dipyridamote
PR O AT I - O K S S A ) R CRICIIR! ] A Anticoaguiant therapy
N.;/mg synd. v Date of first visit
AA,
0.0.0.0.0.0.0.0.0. 0.0.0
® cc. @ cce
¥iss. ss. |
[FP._m PP B, B. P, P. !
JLAA Y [T er e T [T —]
DAAA. D AA.
AL R T RN N R ——
P. P. ‘
4. TMA8v Y GIErRerEeEreHer o sl T L
CRN 1.3 8 29
® @
A L N —— 1 N R LN R
PP P. i
§.S.N.10vS [T [o s s v v~ v~ = v Tl [oldlo s s oo ol [l [~ Tol T elle]
Years L ! n 2 ) 3 4 . 5 ; 6 ,

WIRWIMR & & S ic e MPE BN sn, F

1 B AR, BRRBIESBTHITL /2, BRAR
fE2hARICx 7 o —WIERREA 2 L7205 108
BOATH»7ze ZF o4 FEEILDTINT Cy-
clophosphamide 5, #0O®%EEEEE Di-
pyridamole ZfFE L 7z, EIOARBHIMER A <
DIpZ L1cicd 7771 AESSE 2 DI ERET, $2
FEETEARMEER, IFERRE-ERRMIME
HichS, ThLA, BEMENMROAT, 346
7 Re5 3 mH B A RMET, BB EL, 349
# AP SIRERIERLL T 3,

AERI 3 ¢ 9mkdr, ¥ - BERAEE BAR-M
R0, TOREH D12 LEARSEML X
fhURHEN S N, B 1 RBERIIBERIE 7
A B BT, X7 o 4 K&« Cyclophosphamide *
Dipyridamole » FLEEBEIF| DIEHEE A 1T - 1203, HWHE
MR DA, 1FE3HARICE2EE
HEREIT U, TOREHE LA LED,
ARNIMREES A LN LD, BAR « MR
DOEERD - 7248, 4ERBEI O EARMK,
4FRE I D MR SHE L, REFRIEEORED
H1ESDTDTHTWH 3,

EF4 1 18R, SHSHERL, W1 HARE
&AM O, RBNMROESREEH
[REGRES A 720, FIE 8 7 AEMEBHEN STz,
%1 DB LRI ELRRIE 8 # AT, Dipyrid-
amole & HLEHEH DG FEREABME L 7chs, $EE
DORIBHIMMRFESE « BEROWEHEE A, 52 E4E
WA BRI 42 A ARRICHAT L 7o, T D&,
EHOBHER EWBRNIR - KREOEARSY,
BARIE I FEIVABCRBEETZ Ly F =~
3.9mg/d/ LBHEEETEZ X2 L7, K108
Tlomg/dl$THEL, ZOBGME - BB
¥, theics vy F=vERL, 4FE5H5A
BRLUABE, 2v7F=v2 9mg/dl LIBEE
AeREEL LT B,

AER 5 10s%5, SK%E - BIETE - BEAHE, B
RTHIR « ZRRED Shvions, $EETRIA
WE LI, EERHUEH - ARVIERS D, %
DRMERHB DT f2sd, #F 2 £ 3 H AE4RHE
frdnt, TOBRBURBRMKIMERS D, 2F6 4
BB TH | DB AMRET L, Dipyridamole
BERHIG LD, HIBNMEOES « ZEROMY
Ex2#, IRAMARBELILOTEELH <700, K
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BICEERT A2 LRARSHEHET L0 )0y —
YELODPATID, Bo2RBERENFEIET
7 HERTHEAT L 72, RAESEBAR « MR HHL
T3,

YL S IEFI OB ERRZ, SEBER R TR
1i, E1EB} cellular cresent 43292 MAER
Hrp12a 1%) ks oh, BELCRRIES 3
Aot B2EIBTHELE 3 T (13%) LH]
BlEERRDOHIRTH - /oD%, cresent XA SNT,
#IS0% MIEH & L < {3 minimal change, 30%%8
segmental mesangial proliferation T, RArHR
EIRRIEDS A Sz, TEFI 213, 51 EIETI60
% DHRERIA T, global mesangial proliferation,
12% T cresent HiA & SN, 52 EH & EE
IT diffuse global mesangial proliferation %7K
L7248, 8 3EE T normal &Y minimal
change #340%, segmental mesanigial prolifer-
ation %60% T, global WEALDRERKIZFED 5
NIZh o7z, FERI3E, 551 EBICdLERER b
WREREI, #2BETHE, normal 303
miniml change #S¥I80% %L, BOE(LTH
-7, TEFI44E, B 1EHD»S cellular cresent
»343%, fibrous cresent $43% & &F86% D%
BRIEIT cresent DELEAED, RMEOERS
0, F20HTR0BMELE, 10%T fibrous
cresent, %% VD D40% b global mesangial pro-
liferation & IEHDARREIIZD Shiih - 1,
FEH 5 43, cresent 72<, normal & L £ i3 mini-
mal change 7355 1 B]90%, $2E 1005 &, &
BICBOWETH -7,

RICEIHFT R T3, electron dense deposits &
L Tid subendothelial ¥ mesangial deposits 2%
ARBHDERTH o, REREEEROEEL
Ti3, IEE (thickening) ®#1T (wrinkling),
BRORWIER2 » 3, BUHEBELR2OES 4 Tl
HEIRZEAL (network formation) A5, * 4 ¥ ¥
LDEE L TREBOHIES X g0 BEIns:
BEOZRHD S, BLALOELATEAD LR,
REF 2 « 4 TREMEEORDBED S, &
e RE, 26 IgA H mesangium FHIEIK
BEHT, ZOPAMTERIC KD IgG+IgM « Cs

HFEIT mesangium KBHTH - 72,
B, 2EFES, MEHEOETORESE K
UBEEETR, F@bLoNEh-T0,

5 =B

HEWEEERE, FTREFALSVL, —fic
BELEL, BEERERIHAPL, B2 THE
T50bdbh, EELBREED]1 DTh 5,

UL, BERZEZUCDREICHE L bDODIS
{, BERICLZHBFNRBELILY, BLrOD
MEHZINTETH S, /NEERREERGE
FHE (ISKDC) i, XBEFRREIDERIDL SIS
BLTW3B2, —F, /ME, h® 13, BERER
EEHBFENRRLOR4ADOL T I BHLVE
KHELTWE, 1BRRMREER, IRRE
HERE, MEREA70—-€8E 30 T20EET
MR, NVEIEHBRALELTHS,

HE ORI T b 5 FEARF/NER TREN S
HErE LB RBAIGHT B ER /MRS DS %
BLEST(ED INTAHBE, BRBIE1EET
DEERT, TETEHBLEMEERE - cresent B
KT sclerosis DL WRID2061L, BEICEREE
1812 1BIHsd 208, 18IEFICIERL TH5,—4,

%3 ISKDC* histological classification of
Schénlein-Henoch nephritis

1. Minimal aiterations

¥. Pure mesangial proliferation

K. (a} Focal and {b) diffuse masangial proliferation with crescents <§0%
N. (8) Focal and (b) diffuse mesangial proliferation with crescents 50~75%
V. (a) Focal and (b) diffuse mesangial proliferation with crescents >75% '

M. Pseudo-membrancproliferative glomerulonephritis

#F 4 Classification of Schénlein-Henoch
nephritis

Type I. Normal or minimal changes
{Clinically : no renal involvement)
I. Proliferative, focal or segmental glomerulonephritis
(Clinically : acute glomerulonephritic type)
M. Giomerulonephritis with crescents and /or sclerosis
(Clinically : rapidly progressive glomerulonephritic or
nephrotic type)
V. Advanced chronic glbmerulonephritis
(Clinically : chronic glomerulonephritic type)
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%5 Serial Biopsies
Case | Age | Sex Serial Biopsies outcome | Gase | Age | Sex Serial Biopsies Outcome
1 2 3 4 5 1 2 3 4 5
S.K.| 6 { M |2m M) 4m @ healed |{M.T.| I Flim M|3m M healed
M.S. NI M|[7m @m|1vam healed |N.M.[ 8 | M }1.5m {)|2y6m {I)| 3y9m (1) unchanged
0.K.1 7 M | 3m @ 1y10m(I) healed T.K.| 6 M Iim B 4m | 1y3m (1) healed
TN M I2m @5y8m @ healed IM.T.[ 9 | M |2m mMj8m I healed
FM.A N M| 3Im QO 7m 2y9m M unknown | K. K.! 9 F3m @|{8m @ unknown
L.T.jn F 12.5m [@]5.5m (0 unknown | H,H,| 3 Fl3m Mf{6m ®@|2yiom {2yNmD unchanged
K.R.| § M [1.5m (@ 4y healed T.K.| 14 Fiim Mium @O unchanged
H.C.l 12 | M | 2.5m (@]} 4.5m {I}| 2y 1Imil) healed K.H.| 3 M | im [Df2.5m @) healed
5.8.{ 13 F {1.5m (B{ 5m {){S5y7m 0 unchanged | N Y. | 9 M [2.5m | 6m M unchanged
I.H.| 8 F {0.5m M){ 4m @M healed T.X. 2 F 2m (0)}|4.5m () healed
Y.T.| 9 M{3m @ 5m @i2y5m (I} healed N.K.| & Flim (I)]55m @ death
Y. K. B3| M[2m @3.5m {1} healed FY.J 1O | M| 2m @[6m (M|1y7m M) 2ydm (] dy3m (0| unchanged
N.A.| 2 F 7m M| 2y (§) healed S.A.| 7 M [ 10m B 1ySm @ healed
S.K.)1WOEM | Im mOm @ healed 1.s.j12{ M |4m ®]2y2mm unchanged
W.M.| 8 F 1 1.5m (@) 1y3m (1} healed M.K.| B M{8m Bfly2mMm unchanged
T.T.] 4| M [3.5m M|1ySm¥ unknown | K . H.{ 5 Fl2m ®{7m @ unchanged
1. no renal disease 1. acute glomerulonephritic H. subacute glomerulonephritic V. chronic glomeruloephritic
nephrotic
*6 BERFR, LBETERER HAHEN | Normal | Segmental |  Global _
L1z *ﬁ{*ﬂé ﬁg = e (BRRER) Mi:i:nal Profiferation | Proliferation Crescent | Sclerosis Others
- @ 4w 12 M%) 12 (7% 0 12 (21%) | 3 . (10%)
@ 1YIM{13 (54%) |7 (9% ] 1 (4% | © 3 (13%)
® 8w 3 (9%) |3 (9%)[21 (64%)| 4 (12%) |2 (6%)
2. HY. |@ 7™M 0 0 2 (100%) | © 0
@ 3YSMfl 2 (%) |3 (60%)| O 0 [
@O 7™M [ [} 0 0 0
3. ALA,
@ 1YIM| 7 (78%) |2 (2%) ] 0 0 0
N XL 0 1w | o HERIE REEES
@1Y2MY 0 0 4 (40%) [ F1 (10%) | § (50%) | REDEER
5. s, @ 2Y6MI19 (0%) {2 (10%)| 0 0 0
@ 4Y7IM| 2 (100%) |0 0 0 0

MEG75hBE 5 7 o—€E «cresent 88X scle-
rosis I BDRBEL TN B DNEM T,
AabhbHnid, HE follow up TOEFER
BB b H GHIBER) 2:28Y, BRE%2T-7,
S5PIONRERRE T EDONEET, F1EE
BAEMT cresent DREPHLTH SR 1 & 4
EHBRLTASZE, RITRSHE LEHM 1
cresent DRERENA HBILALNBEHDDTNT
cellular TH-DIEHLT, BHERLLKL -
TV BEEH] 4 (3 cellular cresent 43% LISMTEER
142784 fibrous cresent 2343% H D, &5186%

F.: fibrous crescent

& cresent DB b, TD cresent DB DA
59, HIT fibrous cresent DFENEBEEREE
WEE L LBbn b, &1, EF | HESRIBIE 4
BICBEERIET, cresent WEWIHEFLD X
Fu4 FA - REEEE - fEIEFOME LB
BEJICIHE L e 0ict LT, A 4 @dxEgEI
EEED, BESAARYMENENL, B 1R
ERETRIUREREEIT - 1o, BRFHIE
WThdb ol &, 3, FRPEP -T2 ERE
PRAEDERERL LV HIERICM O hDEEL
BXIELTWREEEZONS, EFI 213, glo-
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bal mesangial proliferation 3P

%7 BYBEMSEFR

}L‘“O)%ﬁgf’ _.B%Eq;‘r‘7u—€ﬁ DEPOSITS CHANGES of GBM GHA;K;ES g
. fobain wsaen |3 |5 B
BERGELLS, HIFELOIEN e al 7% [Tslzls sk 5 ECE,
. ¥ . - (w # | 5|58 § 2 §§ ﬁggmg§§§ g
o 1 bODRBLTHD, H SEHHHHEHH R HE e
FRICAER] 3 & 4 FERICTIRARL T oy oW yrog e g ey g
N CT @ aYam +i+ + +l+H|+H[+[+
%, fEFI5 i, PIRRETIMER H3$[E] I R R IR E BT e S B E S eI T
Aohshs, H1 « 2EBHE SRR 2. H.Y. );“:GM'*‘*i*‘: ot el i il ol o
BhoEEZICCWNEE, BEAL 3. ALAL LD TM # | # ]+ gy g e FI¥[+
.. Coe +
normal & % i3 minimal change P 8 ;,\Y,,w I i : I T _t : x :: I gy
Q : ) @ YeM[ Hl [ [ ]+
THD, 5HEI0NAZEL TEBIM PN [OE 211 ES BN ESES - +
. = S fig R D IEAED +1+ +{+]+
& ﬁe;ﬁﬁﬁbfb‘éiﬁ, %ﬁﬁ& SUBEP!. : Subepithetial
BE¥ETH 5, NTRAMEMBRA. « Intramambrancus
BHEFRAE I ELDIDOPERTTH
3, iRl BETRE T LD,
FRABRHlICZ B NIRRT L
KEI () 22037297, ®8 BREMKERR |
MK LEBORT2HAD L, g g | TEREN G | A | M | C | C Cuq | Fib.
: = (aREp)| C cim|c cim[cim[cim[cim
electron dense de%)031ts Tid sub- W I 7 s ey s g v v B e
endothelial & KT mesangial dep- LY YoM = — = iw |z~ |2 oo~ |=i-
osits WARFDOERIC A Hh, #Hb OJCA Bt Boal Bl Bl Bl 3 Bl .l Bk el Bt Bl v
RO B DIRETH - FEH 2 D I ACAL N ol 8l el kS ol o
@IYEM| =it |—i+|—i—|=i—| =i~ —i-|=i~
3EFEMT S mesangial deposits om Tz == o= o[+ <
A 541, Schulman et al.? &, SRRON FSFEVITYY Uy S D P DYV SRY B DYy G Gy P g
BROIWOARKEICSEDA LN PRV (UL Bio|oih| o[ iE] i
. . @1vem|xix|+in|-i-|~i=|-i=]-i--i-
feEMELTO AL DIT, KRETRA N2 TY 555 150 PSS 5 0 e g i gy g
B L THh,electron dense deposits SRS ALY PPV yS [ BN D pray Sy VT B By R D S g

RLESEETSEEDNRS, &
> T, RAARDIE 8-> THHEER
BRERSVHELEL S, HEED
Z T, HEREEPEROEVHIPERFTRD
BOFICEES Sz, Mesangium DZEALTI,
BERICHEE L T Al PR TEHEROMRZE
Z2HETE 9T, AHNETEH 5D, mesa-
ngium OHEWHEE R AR T REXFREIEDLNLS,
FHREHR (RS 1, ROWMELSD IgA
5 mesangium BN THO, FEREEET SR
BRICRS 58P T,
BAERBEHIC OV T, Habib® @3 4R, &
FHGY 3aUBRERT 2 70 —YERHEEL
RTRELK, EEREEARIRECIES
R NIE 6 #7 B, Counahan 5 234FicEl%

: capillary
{ mesangium
t not done

IEET, A7 —CEEHEZIUDHLTIEL
OB L DEBE L T3, Fx BRAREZIRLT
DRGBSEE LISV EL, BRBESAHETIC
WiITL, EAc X VERIE LT6 # AR EOHR
AHTHBEREZBITL TS, BERMRLETF
BOBREHS BHICIE, KIAHET cresent DBH
RESBEBELTEDIY, 50%H51 DOEREE &
HBHNBYI0D05 cresent DB bR L
5, $HIT cresent DD H TS fibrous S DH
WWER L, T/, EFI3 0% | BIBERO L D
ICHBME T RERIEB T OVEED, H->TdHD
BT BEAICE, ERUCBHERROGEMATH
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3LBbnz,

ik, BRICBEL TREELZbDEIND,
fEFlIC & 0 BEh & OfiBERE, SHIGHE
#1%, Methylprednisolone @~V ZEE P HEH
HEOMELDHD, BARRKIEAEMDHH &
2EZZ 5L, BAHLLEND S LEDLONS,

RENEERE LB EBREEL5 M G
BEB) oW THRE L, BEREREEICE, or-
esent & < IC fibrous cresent KEHL, T 7, B
P ooigBEbZERLBTNRER LN EEZ 5,

§ X #®
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