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TgA BFRE L, ERPRIIC IZBRRE R (1S SRR & L
THAET 553, & EICAMER RIEGRER, H 2 VI
70 —YIEGEROREIRE 2T %, LdioT, BEmI N
TR C ORI AIRINE S 2 TH 5, 1gA BHE
WEEERIC X D EEZWIN R I N DD, S5, REMEINA
WORRE 705 AR E L PHREZIVE T 2B M2 B L
T, 206 ZRAN» D ERIMNCEHET 2 2 & A5G T #F
DIFEFUCRKVICSE L 2D, 2D, IN6DHREDS
R 2 s B 22 1 R b 2 & BB L 22 o SRR Y BT b
%, JEAG A - HARREA 2 A RIC X 2 HREA A R
SIHEDS 2009 LEIZSERL L, ZAUT XD, TgA BHE DS PR
A RY 7 A0EEBLI N, SEEDRRIKINERDH & 2>
X Nnooh 30,

SIRIDTgA BREZHIRE—28 3 ii—  #liE  IgA BHE
T b7 A%, SERNEEZOMHICLY, ZRLE
ZEDSPRfRE S 4, TgA BRRE O AHARA I ERE FE Sy B S BLE %2
o THEAINS LI ITBmE S,

| IgA Eﬁzﬁw;ﬁfgm\\%ﬁ

1. JEEK

B B DR FRHAR 0 81, 1995 IS ET & 7172 Renal
disease - Classification and Atlas of Glomerular Disease
(WHO)? 2 HAIZ LTV, ARBRIRIE, 24> %7 Al
EZNEIND B AT X7 LEVEIC X > TRERIETEAM I
BREDRL S LT 2 ARETNINC N EGIIEAS R L,
PLgE S 2 2SEMIE O BRI BI 5 L T B, SRERMAEM
IMAE R D IRIPERINC 13 R E L, S 5122 OFHHN
AU~ VEE LR E Z OB K > TR Y 2 VEPEITL
shtws (@)Y, 1gA BIETR, Loz 2 oK
IR E OEEZ R L, ZOMRE LTAY VX7 L0
72, BNWZE, 2L T, BIMBREIERI N, Zho
DA G D SN TEHRGARREBIRED BRI NS,

IgA BIEDIRZIZ D X I 1L TH 5038, T 290
ZE LT, XY Xy LIS PAS B, PAM Bt
I CHERTE 2INEYD RN CTH b, LIF LIEERRIRIL
# (hemispherical deposit) # 29 % (K 2a, b), IgA 23X ¥ >
X NEICE L, iR ORI E BV X X A
3344 (mesangial hypercellularity) % 5| E#2 2 9, M2 T, &
MRS & LT, BRI % (endocapillary hypercellular-
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FRIMER
AL FRIAE

ESZuilnksgS
Rov BERK

7o
E iRzt HEE
K 1 REEEBR#AROY z—
RIERIEIE, XY UFILIREZNERDE XY XU ARBE(IC K > THREK
AEMMERBENRNLD SN TWD, REEITRIREERRE, ZOREIDREKE
PR RS & PRI D R ERA_E RS (BHHRD) L DTSN TWD, T5Ic%F
OANCRIYVELEREZOREERICE > TROUNYVERSERI LT

RO B #MRRZRtE

%O

BEXY Y X0 LEBRICHIRRILEN ZRD 2 (K, IgA
BEDFERERMIEHO—2IIC 2 DFEKREEY (hemi-
spherical deposit) H'# %,

ity) CRERIR B REFIN ~ O RAEAINRIE) %2, SRERMA
BAIAE (REEE DB (tuft necrosis), % L C, TGEHEE S
MENNZE (extracapillary lesion) (HHNEIE H A4,  SRAEMTIEEF
A 70 E5tl 4 ORI 5, 206 OIRZEDET T
% & chronicity (f21E{L) 2388 L, RBREETIE A Y > ¥ 7 20
B, R, e Ao iR 2R h LT,

& I ARl CBRIREEA L) ISR § 5, 2 LT, L

K 2b HERIREEY (PAM F)
EXY £ AEEORREREERE T I 28O EHRINLE
Y% BB (KED),

SRERRICAHE S 2 IRAIE b ZEE L, BIRADO X 7 1 v Dk
A« SiilE L B OFMELOSMEFT T 5. BRIRIVIC I3 B HERE K
TEEL, KEAENLETT 5,

DLED X9z, IgA BHE DGR L SMRE D & R
LT, LIILIEZNSNRAELTED, BRI
SERARZE1E WHO 230 — KRR R Tl s 5
HRIRBIFEDIZE A ETRTEMEL T B EEZ 5,
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3 EAERR 4 IgA BEOERR

(CRBEUIREXRE e IgA 1R AT LEBICEFEEDRWLEY (electron dense
IgA BIETIE, REREICLD, RIKED deposit) BMERE N2,
AY V£ LERIC IgA BRE2OUEAM
REZRD S,
2, REREFRR

TgA BHiEN, GBIz kD, REREDO XV X7 L8
T TgA BEAD VY ANEVE 280 5 RERIFE R L E
N5 (K 3), MWE, C3 L IgM HIgA W & H H kit
FLCIRET %, 1gG DILEIEH 20~30 BREEIZ A 5 4
%, Clq DILEFELOTHTH 5,

3. BEMR

BERICBEOWTAY V¥ AHBICE THEORm OIS
) (electron dense deposit) 2378 X 41 IgA BHIE D 2 Wit #il
L7525 (B 4), PREROWEYEHE AT > X7 LRI AS
o ENL, E£7, Rl L TISARIANC BT S

MaERBO LGER, NETINEVDRA SN A Y VX7 Ll K 5 IgA BEZBEG(ATYEYILBA)
JiEl i) A (mesangial interposition) ZfE95 2 &b H 2 (B 5K HRTABYS LOXY V£ Y LR A (mesangial interposi-
H1)., tion) "R 512 (K. ZNic &k DRIREBERISHRL, PAM

SEREB A S L 12 LS ik dEify s e CO-BRERTITS.

(B6 %A, LaL, £ DEEMITIE, O ARt
SIS L 3 2 FEHEEL SN & S RETDH 5,

IgA BEDREDESR |

2009 fEICHEEE 1gA BHERREBRAE (b 54y 7 2
74— RO E LCEBW R a2y 20 b I, Bl
DEFRIHREITH LM E B8R Sk, boED
MR ANEIEE D TY, Ay 2 A7+ — RO EOBS
Ma Ly, WEOERIIFEAICA v 7 A7 4 — FaHD
bDZEHACTWE, DT, ZN6IX20WTHREZMA &H
5XEEE D > THHT 5,

ARERAEERMEREEE LU REDEEICTERL (RN T %,
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£RELT 12D %L |
diffuse 50%= global 50%=
Ux At LEIME (BRK)
focal 50%< segmental 50%<
L 7N A EIME

K 7 REEREDILDD DESE
AW I RTA— RDEPOHIEOHEBRENEEENET
&, RSB ZEDIEHND % 50 % TREI>TW3,

" ] ‘.‘l" - __I i

X 8b BEXUYXULMEES
1 DDOXY Uy ASBIRIC 4~5 B X 5> 7 A%
NESN S (KH),

I. RERIE

1. RIRERZEDILDLD DESR

WADIEDID ITBIL T, WHO Z7#H1Z, O ALk (diffuse)
% 80 %A L, HUIR (focal) % 80 %A & EH L TV 259,
v I RAT7 A= FZHETEUTOLIIICERINT VS
(B’7),

O F A (diffuse) @ 4 % H T 2 R BRI ERIUE Bk
D 50 %A LOYE

Bk (focal) : WA % G T 2 RREDERICRERIE D 50 %
Al DY

SHEIME F 72 [EBRIR (global) : JEZEASRERE D 50 %L E
NSO iy

S EIE (segmental) @ A DSRERIED 50 AT O &

K 8a IEERIKEK(PAS &)
XYy £y MBS ICH T B ERE (normal) (&, 1 DD X
BUXFTLEROXY XTI LAHEOEN 3BEUATEE
#3In,

1 DAY VX LAFEEIC 6~7 BD XYY ¥ LA
MNE S5 (KH),

B 8a BEXYYFULMES

1 DDAV Y FTALAMEEIC 8 EUEDX T AR
BRSNS (KH).



K 92 XY rXoLEBEOEMPAS $E)
Ay XU LAARBOK 2 BOULEDEO X > F
DLEBEN 2 AU EONFICR 5N 2, ZDHRK
#FTiREE(K) BRSNS,

EAMIEZ (PAS 368)
ZDRIKAETIFRINTRI LS ICAEICENMEMZES
NESND, EREMIIES & &, REREERDEREER
OFFEHAEINL, REEOFIMEEETZSTRETH
%, REMFERMERERN TOMEK DML, TELT
NOAO77—VRETHDH, NEMEEDBIHEYEKRSHE
5LTW3,

X 10a

2. REEICHE T IREDES

A, XYY X7 LlEEEZ (mesangial hypercellularity)

ZOREIIGC CUTo X ) eI n s (EESET
1& PAS 11 C 3um DY) TR L T %),

A v X7 Al % 37 < IEH (normal) %, 1 DD X
T UX T LETO XY Xy LMY 3 T £ ER
S5 (H 8a),

A X7 LN ORI, & MO DL\ X 4
VXY LFEROMIBOEIT X > TUTD X ) IcHI s,

K 9b XB2FT7LEEDOENMPAM $E)
ZDHRBIKDRENDEAIC AT Y F9 AHREOK 2 BH U ED
BOXY YT AREOEBMARSN S, ZORKIKTIIEE
(x)bB5N3,

. LE LR T
X 10b FAIEMAIEZ (PAM $&)
PAM 32 T3 BN EMIES & X5 £ LAl
ZEDRBINDEPL TV, & DRIRIETIZERMEMA
WE (KRENDERT, XY rxo AHEESIEBI
AR

- ¥ -
o R T A

X 10c EREHIIEES (PAM $6)
DRI TIEDEEICERNEMRREZIARE SN,
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K 11 {REHEE(PAM 3E)

RIRGERDEEEENMRT 2HET, 717U YOREHER
EDZE/HS, RREERBRORKSRE 7« 7)Y OMECZEEED

FIRDS5 2 DU LEZRDHBHEZ NS,

BE (mild) © 1 DD XY > F 7 LTS 4~5 il A
v X Lffilass R S 12 (2 8b).,

FEE (moderate) : 1 DD X > ¥ AFHKIC 6~7 il
DAY X A S 15 (] 8c),

SE (severe) : 1 DD XY ¥ ¥ 7 AfHEIKIC 8 L LD 2
Yo X affifEasil oz (KR 8d).

i) LMD VX X LGRS 5, I
WRICBEEZ S 2 X 0 > X 7 LBEICCIE T L 25\,

B. XYY X0 LAEBEIEM (increased mesangial matrix)

A v Xy AAEEOEMT, Akt b 220X
P XY LHRICE VT, EOWEA Y v X7 LAl
222 20D EERINS (K 9a: PAS Bifhy,
9b : PAM %:ff1),

C. EMNEHIZIEZ (endocapillary hypercellularity)

SERRB MM (R O E RN OMIEE M L, Bk
WMz b 76 TIHAETH S, Ll Tvr7u77—YRR
I 2bDTH 20, iFrhIREEBAS NS Z LD 5,
BRI D R R S BI S L T 2 (B 10a © PAS Bt
B 10b, c:PAM %tft1), A v 7 27 x — P TIIENHE
T ofMEBORMzZBEL T, BNMERTEYS
D4 VT2, MR ACE, WA 235 3
ZERCHMTIHEETH 2, Thbb, AREREBMIME
fREEN OMINET & 2 N EGHIE O 895 1 SSER 0128 23 &
FNTC NS DMEEAMEICHETE LI E 6, 4y
7 A7+ — ROETIE NS £ ZBIL Tw 29,

D. fREFIRZE (tuft necrosis)

ARERGEMIEEEEOMAT, 74 7)) ¥ OFTHCK

12a #AEEMEFAE (PAM 2E)
3B EOENEMEEZ ¥ AAFCERL, MR &I
fEmiaht 50 % L 2+BEZ W5,

S o d o T
; .-l'--'ﬁ e '.-"'-".J.'!:"‘ -: i%

X 12b RIS A& (PAS &)
HRRAEEEINDH DN, EAEOMERD D 50 %L -
%5,

Rz, SNODFHD I B 2 DM 2@ s86%
V), BEEMN AR T Y R < VEEENIC 7 4 7Y v
DN ERD 286 % 9 (B 11 : PAM $h),

E. E/RZ (extracapillary lesions)

Dok icmgsns,

1) &SRS A & 7 (3 M 2 H 4 (extracapillary
cellular proliferation or cellular crescent) : 3 J& DA k& 44
M 2 2 Bk L EsR L, Mgl as 50 %bh Ed 256
2\ ) (B 12a : PAM Befh, [ 12b © PAS HBefh), DR
BRAAMEIZE D 2 %12 £ ) <10 %, 10~25%, 26~50 %,
>50 %lFVF oG, ZOWERLIZLIERY v v EDHE
B,

2) EIMAERHE IR TE % 72 (3 ARHERR A H 4 (extra-
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. I
K 13a #RHEMHEIES B (PAS 36)

EOEICIETE L - HRER DY 50 %RE T, HREAAEE D 90 %Kk

WDZEZ WD,

capillary fibrocellular proliferation or fibrocellular crescent) :
M 50 %A THINISEEL AY 90 %A DYy 6y (B 13a
PAS %tfh, B 13b : PAM Heftt) , SNZEHSRERIETT I 5 0
5% & D <10 %, 10~25 %, 26~50 %, >50 DIZ/\T &
Nz, COWEIILIFLIERY v v EOBIELZHE,

3) B ERRHEREIE £ 72 3 AR HEYE 2 H A (extracapillary
fibrosis proliferation or fibrous crescent) : SRERIKFIEH D 10 %
DL b7 5 8 2 EAMERRHEMN 22 T, #IlaSHEE 23 90 %A |
DYty (B 14a : PAS 3eth, [ 14b : PAM %efh), JRZEHR
BRAEFIEIC i 9 2 %12 & D 10~25 %, 26~50 %, >50 %I
DI HNE, BT X 587 < BRI & XX S
na,

F. BE{t (sclerosis)

A D H I & O BAIMEE D PHZE L 7wz %
B9, HTHboEmIEMbE WV,

W4 fiTEREAY (segmental sclerosis) (K] 15a, b : PAM 44ff)

@4fii v (BRHR) BEAL (global sclerosis) (K] 16 : PAM 4etf)

DL ASRERIR R I R S,

G. #% (adhesion)

KRERATHIMAE (R & R~ v B0 L 7R E %2R
(HUZHESE L 7ORZ Tl 72 \) (B 17a, b PAM Be(0) B
PERRZED & DX S 1B o JAS T8 IS 2 A BT R RN 22 2 £ 9
EVBH B,

H. RER (collapse)

REIMPE R BRAA (ischemic glomerulus) & b WV, SRERIRTEA
MAEREDEBLL TV AHTRT, Ry vEIEEL, &
7 VEPENEHEZED) 2 E23D 2, RERIRAERDMR/N
9% (B 18 : PAS %),

K 13b fREEMREMES A& CSIRTEHRZE (PAM H8)
IRHERL DY 50 % LU_E % (5 6 2 iR MEMARIE £ B A DAL %
B (KRHE) . TDRKENICIFREBAN SR < > B
AICHFTT7 1« TV OIRENR S, BIEMERE SR
LTW3 (RED o 1 DDRIKEHNICHFIHD RS 2 BMERE

" dL .

= v

.- —
X 14a #RHEEFEBE(PAS FE)

K 14b #RiEHEFEBE(PAM $E)
RIRIAEFE D 50 % % 4 6 D ARAEEF B R (K5E) O Z 786
%, NEIEBRZELRD 2 (KM),
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’ .‘-1'1;. l; -! _ :‘;J ;5 -:* -,. -
15b D EIMELRE ERERZE (PAM $)

APV LAEBEOEMICK D EMNEEENAEL K DEMED/NS RIB(LRE Z 388 (RED), RAERERY Y >~ %] E&Efi U
EBLE WO, BIEASREREEEKICRATWRWEEZ D TREREZRLTWS,
BRI & WS,

& . '|l.. .‘.—‘ 1 -' -. -

. .'-l':"'_'_._,_'-_".'
X 16 =& ERIR) FEL (PAM $8) K 17a &% (PAM 3&)
Xy AEEOEMCLD BHMESENEHEL RIKAEMMBERBE RV VEOERULREEZIET,
JRE D ARIRE AR KRR EHNERE DR,

I. ZOMDORIKEHE

1) A% v X7 LARLE (mesangiolysis) (K] 19a : PAM %%
) 1 RY X LRI, Ay A7 4 — FABITIRER
STV, IgA BHEDARBRMATILE LTil® o s
WD DTDFEDE AT . AV X7 LREIFRIZ,
A Xy LE OIS XD KB oM B E I LA
R DRETH 5, —H, AKOBMIME RO Nk
AMUT 5, B FRIER Y B IBERE T 12 K D SRERIAR LI
EWNEDHRL T, WETHED S X4 X7 A5 I
JRAHBRAL TR 25605% 0,

2) SRBRMILE K — 8t (GBM duplication) : (B 19a :

PAM #:ff, [ 19b : PAM #fn) @ R ERIRSEIE o Eql P Jm{m% %%@AM;’%?% -
SKREK HMERBERIYVEOERLICRE S
| JE R == . -
(double contour) % 59 2IHE, WEEED 72 DI T 5T, BEECENTRY Y Y BERE AL,
FEMMOEHN R VENCHBEL TWS,




18 EHit (PAS 3E)
R M4 R ERA (ischemic glomerulus) & 6 WY, RERIKE
HMERBAER L TWBRET, MY Y EEREREHIE
BU, RN VERRNICREY (R Z#ES 2 &h'H 2,

. . IO e,
B 19b XY UXUALBAICKLDRREEEBRED_EL
(PAM #:£8)
ATy XU LIS L CERNMERES & &6 ICRIREEE
BOZE (K ZRBH D, ZDLSBARERIKICITEERR
DR 5 ICRLIEESIC, RETABEDICLZ AT Y XU LM
ANERDHD ZEDEZL,

DSFEVEICIER T BAEH], A9 v X7 ARIAZ R 9 SEH,
Z U TR INPERIIERE 2% 53 H 32 SEBNC SR BRI L I o> — 8
L3R SNs 2 &%\,

II. RAEHERE

1. FR#EZHE (tubular atrophy) : (X 20 : PAS %+{1)

PRARE SEE S A RLANC IR U, IRAE D 1ERR 258§
IR, BREICE T 2WHEDHICED, 1~5 %054
& 5%, ZhLLEF 10 %8 TR a 7T 3,

(PAM #:£8)
Ay X LAEBEORZEEREICL D EEDEEBED H
BUILKT %, —7, AKOEMIMEHEOREEIVE
T3, KETHARESBDICAT I LARENRSND,
CDRIKAETIERIREEEED ZE 1k (double contour)
EhvAsICS=1)M

X 20 RAEEME MERELY HEXERRESE
(PAS %:88)

RAEOBEENEAS L, RAEEEREIATRAICIEEY

%, —7, RMEEHERAROBEISILAL, MiEssE

MEINT %, KU EEBEEICHEMIEREZRD .

2. [EERH# (interstitial fibrosis) : (] 20 : PAS 4:ft)

MBI BT 2 Ml E oMz 463, BREICE T %
WAEDTRIC KD, 1~5 %051 5%, 20 LIF 10%
HifrcRA a7 kT 5, Milc, IRME LS e <, 1
E ORI X ) BESIERIER L, Z DICHHE LN ER
T 52 LD B, Masson el TR L - EH 2 i 517
JEMENEZE Dy, B Z > T 22 Kl s,
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R 21 fIIRREERE (PAM RE)
FRABEDFRMIRIC L > TREILFTEHS N TV S,

X 23 HHEDARFEF1L (PAS )
B REZE T DMEIAR (K A, MHEIAR
PIRICEDHDEEICED, 0%, 1~25%,
26~50 %, >50 %ICHIET B,

3. M E WA B3 2 8 (interstitial inflammation) :
(B2 20 : PAS %:th)

FREOME O RAEMIIRE %29, IgA BIEIXY v o8Bk
HEAEARTH 2, BREICH T ZREDERICLD, 1~
5D S %, TN EIX 10 %M TR a 7T 5,
AT AL A S AL D RIS BRJRS L T B B oD 28 i
IR R % Gd T 5,

4. MBRMEERZE

20 %A O JRANGE B WEDI AR MER I K - THa4x I A S
NTV2HAIMET % (B 21 : PAM Hiff),

5. RMRMEESE (acute tubular injury)

ML PRAE DS BEE LD R % £ 9 & 7 L Bk (R
e b B A O PG il i D a0 &) 2 R R4 %

Uy S b

22 ENERFE{LIRZ (Elastica-Masson Goldner &)
INEREEIROARIEE IEAREG) &EFEmM DES 2 HKRT
ZElckD, EE, EBERENFEELD/NEWEE(/m<
1), BEERENTEEZBITVWSIHBE(/m=1) D 3 E&REiC
2719 %, ANEFIL i/m>1 ZEF %, Elastica-Masson
Goldner T, WHER(KE)PHESHT, AROHM
1RHEE % (elastofibrosis) % BAERICHESR TE %,

B9,

M. MmERE

1. EPBRIBZ (arterial lesions)

REIIRR> /N SERT B IR D AL I B IRAEA L 2 &, il
/ANEIIRAIE D R BIIRIA ZE 1 D VW TR 2479 . A v
7 A7 x— PRy, boEOMBANEREESHD, A
2 AT IR DB Bk 2 JH V> TAT 9 o /NIERE)
Ik & BIREIIRIC O VTid 2 12 2 a 7 s %, ANERBR
EERENICH Y, IR BRI AIE T 2, N
TEEAEE X A (i) & R (m) DR S Z KT 5 2 &gk D,
1EH, BEABRDHERIZ X D ANS wGE (/m<t), BEN
AR 2 2 T 258 (/m=21), @3 BfEIc a7
1t % (] 22 : Elastica-Masson Goldner 1)

2. HHENERAE F1L (arteriolar hyaline)

LR 2 H 9 2 MERDS, IR A IS 5 0 5 ElG
kD 0%, 1~25%, 26~50%, >50%IZ/HET % (K
23 1 PAS %),

ERPNEEEDE

HDE DG A EIE LTI, SRERE D SN Z &
L TRtk H ok (FREREEIE & & &), BRAERIIEMEE H R 2,
ARERIRDIBPERZ & U CTREitERERIAREL, rEitkRERA
WAL, MHEMEEHEZID B, Zhoo 5 DDHEED
Tz & ORREDERIREED ) & D%z i 5
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x® HERPNEEESE

BT RO

mpern | D CCRRODE | sy | mierze | BERE
gpE | R ERTLS | T 0| ewer | on
SR SRR

H-Grade | 0~24.9 % A A/C ]

H-Grade I 25~49.9 % A A/C ]

H-Gradelll 50~74.9 % A A/C C

H-GradelV 75 %Lk A A/C o]

BT EBROBEREENUTO &S L RIHFE L BIEREICA 2.
BIERZ (A)  MBIMEE B K (REESEE D), MUY &
I (C) - REMEAIEREL, HEIAIRAETIL, et A1k

2y, LW FEEZHIGTOEL Tw5(R), 46, ALK
HRFIREDREREL THZORREIZ 1 HED YV T
%,

Thbb, BIHEALHT 2 Lilo2Md 2 »idEik
D 5 DDIRED T ND % S DRI D 2R BRI 127
2EEGE 25%, 50%, 75 %TXYID, FMk0ERERE %
H-Grade I (25 %A%iii), H-Grade II (25 %4 = 50 %), H-
Grade I (50 %24 | 75 %Aii%), H-Grade IV (75 % LA 1) D 4
BRI L TWw b, S5 ICAMIRZ (acute lesion : A) &
1849552 (chronic lesion : C)IZ DWW T A, A/C, C & &
5, &k, MBRANEEEIEHOHEIX, PAS &2 0IF
PAM RO R IS TIT 9. YIRIC X > THENRE 255
1%, KD grade DEOCAEEESL L GERT 2, g, &
PRADDEOMRE L UIF I EL 20EATYH, Bl
DY IS THER S IR AMIRZIC 7 v h & 3!159,

SE O TIE, IRAMETHEINZ & IMERHZ O LE A
DTS & LTI D, FriC, MRRREL I 1gA BHEIC
Ro 3, SEEEEICBL TR PRSI T2 L
DI BENT WD Z L6, Mk ANEELEZHET 3
BUCEETRNEFIREEZ 6N S, )7, MUIRENEEE
SRS 2 SRR A EFEIC B VLT, Ay 7
A7 & — Ry e Fkkic, MVERHE I 2EM R BRI
LEDLOTEHOHBZRL AT, Lidi>T, KEDNE
B U3 VR 3 MR BRAR R L DB 12 B S 1 2 T
M5 2 EWAEEEEZ SN D70, Sl MR E
K FEHE D 72 DR BLAINERE & L Cd R I s -
78, MRAEERIEE OHIE IS H 7 o TR, B RER
RS 10 ML ETH 2 Z EDEE L s, SRBRIKR D EE
L& EN T nlad, MERMELOREZEZEL <,
HIEEDSHEICT LI LLTHHTH L, BE, Ty 7 A
74— OB R 2 BV % PR & LGRS N

Ay Xy A%, PRI 2 23S 0l D AR 21
HEREESFICA> TR WA, 74, brEOMMSET
FIYRE L 2o TR LARNE v 7 A7 4+ — FOICER
HEnCToivtis &, SH%oEETH 30,

IgA BHEZRIEEHES 3 T, Z ORIk RY EAE R s
W ERR RV ERE B S 2 ek L CETEA Y 2 7 D Jghilft %
v, ZAUTIE U 2RI S 2 RIE L Tw 'Y,

HBoOIC

% %75 IgA BHREDIRZ IO TR %2 IV TRSLL 72,
Zy 7 A7+ — For & b DIE DM ERE L,
Z DM 587 A =8 b ¥ 5, SHOERIITIC X
D E DA ARG D 23 I i, EERIICH— S 7 ko B
I &) IS I NG 2 LT 5, 1A BUEICE
W, EREFEICIG U 701G ETE & (L T 2 BERR L & 3
2700, EERNZGEEO i, BRI 2 & OB R,
% i % 3 [ 0 KHUSER PR BTS2 338 o Js B 7 1 L% o
HLICHEDENIRETHS ), ZD IgA BIEHMT 7
A D3 O BEAL AR 22 N B O RES IS TIE R LT H
%,

E 3

JEA T R A IR Ll b S A VR B IRP R S AT 1 R
TIPS 2 FAWITEHE 1gA BHE ST RIS DR L 4 & O [ 7 B i
Ll St AR I X %,

X #R
Lo IR, S Gl ORI, fh, IgA BMERZISR
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