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Incidental mesangial IgA deposition in minimal change nephrotic syndrome (MCNS)

Misao TSUKADA*, Kazuho HONDA**, Kosaku NITTA*, Wako YUMURA, and Hiroshi NIHEI

*Department of Medicine, Kidney Center,
**Department of Pathology, Tokyo Women’s Medical University, Tokyo, Japan

The frequency of incidental mesangial IgA deposition and its clinicopathological features were
investigated in patients with minimal change nephrotic syndrome (MCNS). Mesangial IgA deposition was
present in 15/63 patients (23.8 %), and co-deposition of IgA and C3 was present in 10/63 patients (15.9 %).
The serum IgA concentration was significantly higher in IgA (+) patients than in IgA (—) patients (341+
79 mg/dl vs. 252+99 mg/d/, p=0.034). The urinary red blood cell count tended to be higher in IgA (+)
patients than in IgA (—) patients (12.8+24.9 vs. 5.0£7.9 counts/HPF, p=0.58) . Histologically, no signifi-
cant differences were observed between IgA (+4) and IgA (—) patients. After steroid treatment, 14 patients
with mesangial IgA deposition showed complete remission and one patient had persistent proteinuria. The
microhematuria also disappeared after steroid treatment in 13/15 patients (86.7 %), although it reappeared
in 6/13 patients (46 %) during reduction of steroid administration. The present study indicated that the
incidental mesangial IgA deposition was frequently observed in MCNS patients (23.8 %) . The phenomenon
of mesangial IgA deposition was related to the higher concentration of serum IgA. However, no influence
of mesangial IgA doposition in MCNS patients was found on the post-treatment amount of proteinuria,

renal function and clinical outcome of MCNS.
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IgA BHEIE, SRERMED X ¥ > F 7 A HIC 1gA il
BERCHAEPIEE T2 2 & BRI L T 218 M REREE R
T, JEFMERERIAZ B D 25 Tl b SEE SV, BRRHY
WiE, RO & %23 28ER» S, SEOEAR LB
fEE 2SS 2 HEM X TEOBREIZSE T, Hkt
BEEREE T 250D 30~40 BB BEARLICEITT 2 E
MNHBEREEZONTVE, 2D5b, MROHEE
T2 BRAE IgA BEOBRBIIHENE VW EF 2 5T
203, ZDOIEFERBEE b > T,
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MR - BARZ EDERE*F T 2 [gA BiE L IZXBIE 1T
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WREE2EAT 2ERCHERELFH 2 5N 5,
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MEZEZHS»ICT 2HNT, REREBLO—DTH M
INEEAEE 3 7 o — BIEBERE(MCNS) ICB 1T 2 XY v ¥ v
LD 1gA Y& OB & Z O R RIEE AT R 2 BET L7z,
MCNS 3B FEIMRIE Ao NS, FlmEr a7 ) o H
ROWHE D WAHRERBIEETH Y, AN 1gA WEDHE
JERIRREAN DR R A LT WRREE L % 2 TSRO
NEITo72. ZOFEER, MCNSIZBUI B AV Y F 7LD
IgA & DHEEIEE X 7 20%T, {#H ACH SN DB
M IgA WEEOHE L I ZIXABE L Z ol £z,
PR OB WA MR % < OREFITHFFEL, MCNS
DEERG R EMT 2 2 LR nER S T2,

5% = |

1994 45 1 H2> & 2000 4 9 H % CICH R L FERIREE
4 NFHC CBEMREITL, HEEFTRS L UK E L D
MCNS L 2Ziish, BEME S O Z O RSk iR
OV TREDE S Tz 636 (B 324, 2 31 41)
IR E LTz, MCNS OEFRIVERE L L Tk, ARk
FEL, 10% FOFESEINEZET 21FEL2 L, 7 o—
VIEBRMEOZ W ERE(EHIR3Sg/day Ll E, EKEHIM
i 5 MEREH 6.0 g/d/ LUF, ®ARMIE ; MER2 v AT
0 —)L 250 mg/d/ LL b, ¥IE) 2 e SHRES & LTz, F
7z, —MEIC MCNS OMRFHIEFRITEE E 2L 2R
TubOLEhdy, oML, SRIOBERILE
PRI MCNS D EHE 23 7e U7ERI 205 & L, B 7
BER TOMBENER ICIIME > Tk, EMREFO R
F&, s 348 13.5 5%, REE Y 10.416.3 g/day, &
IV AT E— A 4208+1363mg/dl, JVTF=> Y
7 v AH393.3+29.5 ml/min, FRHFRIMEKEA 6.8+ 14.1
{El/HPF, I35 IgA #5275+ 101.5 mg/dl Th - 7z,

¥ % |

HHEYI 2, FITCEZH v ¥ ¥R Y 7 o—F Lk
(DAKO #t) & Flw 7- EEHOETUARE T, KRBT BT %
IgG, IgA, 1gM, C3 2 EDWEDERER NI, A F
7 PZIRCR O IgA TR % 580 7 fER] % IgA TREE & &
£L, ThoOlKB X ORHEATRZ2MRE L7,

ERIRFT R & U T, A, MRl FEE R IR & [ i (g/day),
PRAPIEE R MBS (E/HPF), ZVv7F=>2 V7 7R
(m//min), I3 IgA € (mg/dl), A7 w4 F&G5&E, %
fRE B LI HE, WFREEL & 2RET LTz,

IGA(+) C3()

IGA()

76.2% (n=48)

Fig. 1.
deposition and co-deposition of IgA and
C3 in patients with MCNS (n=63)

The mesangial IgA deposition was present in 15/63

patients (23.8 %), and co-deposition of IgA and

C 3 was present in 10/63 patients(15.9 %).

The proportion of the mesangial IgA

JEBE B 2 1%, Hematoxylin  Eosin(HE) % ff1, Periodic
acid-Schiff (PAS) ¥4ffi, Periodic acid-methenamine-silver
(PAM) Zeffs, Masson e OfLAIC THT > 72, IR
X, 25% 7 VI NVTIVTER, 2% ST R)VAT VT ENR
BEE, 8L 01 %HELY A v 2 CREER, — K8
PRl L, EEvR 2FRHL, vy, $h ERaiEl
£,

FHAR R, YT R O @SRRI T 2 el T
LBk, FHERIRE, WERRAREOEGZZNE
NI THEH LTz A 2 F 7 AHIEEZL(A ) > F 7 A
HIREIEIE & X 4> o AEEHEI), MEZRL L & IR
MR ZEAE), BRI, T EMNC Z OB R
fifi L 720

SEFEHORENT IS, 2 BERIO 2 OMOE 12 Student URE &
%\ (3 Mann-Whitney U #E %, 2 SR O B# M D
FEICE, pEEZHY, wIihb p<0.0s zHEE EHIEL
720
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1. MCNSJERID A > F 7 L IgA k&R (Fig. 1)
BHEYIR OHOEPURTRIC X 2B OREE, 1gA 25X >
¥ AGEBC R YR T B ERNE 63 fFH 15 41 (23.8
B HSNTe ZDDHCIBBETH-T DX 10 4]
(159%) Th oz, lgAWEBIO 1 Bl % Fig. 2127, fiE
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Bk 25 & B CREBI No. 11) T, [JREH X 31.5 g/day, R
M (H), Rk RMmER X 20 @/HPF, 2 v 7 F=> 2
V722109 ml/min Tholz, HHHIZTITLBEED
A2 AR R R, HETUREIC T IgA 2
A Y Xy AR ERCR I BE (2 OERIX C3 1kt
Thotz), BEICTAYVF Y L HRICEETEEYY
T BEBD TN DS,

2. IgA L& MCNS {5l (15 ) DEEPRFTR (Table 1)
IgA 7B 15 BIDEERAT R O—E % Table 1 IR F, IgA
WEBNIS 6 B, 209, s 34.7:9.3 5%, FREHIX 10.5
+7.0¢g/day, #8373 L 27 10— )L |F 4454+ 122.1 mg/dl, 7 v
TF=r7)7 7 A 953+16.5ml/min THo7z, IR
rhyk R R IMEBREHS S Ml /HPF LU_E %2 BEMESE R I RGER] & &
%9k, TgA PREBIE 15 Fld 7 41 (46.7 %) T D BAM
BRIIR 2780 72 £ 7z, 150 12 4511 (80 %) 23R E M
BCHIM(H)~HDTH Y, RPRIMEREE 12.8424.9
flil/HPF T®H o7z, M7 IgA {l 13 341.1+79.0 mg/d! & &

Fig.2. Histological findings
(Case No. 11)
a : Light microscopy showing slightly

mesangial cell proliferation (PAS
stain)

b : Immunofluorescent microscopy

showing IgA granular deposition in
the mesangial area

¢ : Electron microscopy. Electron dense
deposits are seen in the paramesan-
gial area(arrow).

ETH->7,
3. IgA 7k 7& MCNS Il (15 f5ll) & 3E 2L 7& MCNS 5 (48
) DERERAT R D LEE (Table 2)

TgA W 15 B & 1gA FEUE 48 B D B PR Al 1 o P %
To7z. lgA WED & 1gA FEVRER & T1X, MR, Fin
IREH, 2v7F=r 7077 Y ARBEEETIAONG
Motz IMHE IgA 1%, 1gA T 341.1+79.0 mg/d/,
JERAE BT 252.099.0 mg/dl TH Y, 1gA thE B IELE
BN HARBREICE» - 72 (p=0.034) , [RIPFRIMERELIZ,
IgA WEBITEWEAIDN A S N RN EEZ %
o7z (12.84249 vs. 5.0+7.9 {f/HPF, p=0.58), IRk
MEREAHS 5 Ml /HPF DL %2 BEHERIR & #7509 &, S
FEAYIM PR BB PERE B 1%, 1gA YRE B T 7/15(47%), 1gA JE
WEBIT17/48(35%) TH D, 1gA PEHITZ WIE DS A
SN EREER P51 (p=043), AT 1A FikER
DIERTEMRIEZ, 1gA WEBIT 14/15(93%), 1gA FEE
BIT31/32097%) TH Y, TEEMBLOFHKEL, 1gA
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Table 1. Clinical data of the mesangial IgA deposition patients in minimal change nephrotic syndrome (MCNS)
(n=15)
. Total Serum IgA
Pt. Age U-protein Cer U-RBC .
No. (years) Sex (g/day) cholesterol (m!/min) (counts/HPF) concentration
(mg/dl) (mg/dl)
| 32 F 4.6 486 104 6 406
2 29 M 12.2 546 85 | 4217
3 36 F 1.7 415 79 3 310
4 48 F 5.8 432 110 100 281
5 55 M 7.6 411 70 6 317
6 21 M 6.0 230 116 2 193
7 37 F 6.7 495 100 3 390
8 26 F 9.0 381 96 2 307
9 33 F 1.8 583 97 10 334
10 36 F 8.0 699 56 10 319
Il 25 M 31.5 513 109 20 309
12 25 M 16.5 319 108 2 267
13 42 M 4.5 291 104 3 396
14 34 F 12.0 523 102 4 528
15 42 F 15.2 356 94 20 332
mean*SD 34.7%£9.3 M:6 F:9 10.5+7.0 445.4+122. 1 95.3*16.5 12.8+24.9 341.1£79.0
(Mean=*SD)
Table 2. Comparison of the clinical data between IgA (+) patients
and IgA (—)patients
IgA(+) IgA(—)
(n=15) (n=ag) ~ Pale
Age (years) 34.7+9.3 34.8+14.7 ns
Sex(male : female) 6:9 26 : 22 ns
U-protein (g/day) 10.5£7.0 10.4%6.2 ns
Serum T-cholesterol (mg/d/) 445.4%+122.1 412.0 x141.1 ns
U-RBC (counts/HPF) 12.8+24.9 5.0+7.9 ns
Microhematuria 7/15(47 %) 17/48 (35 %) ns
Cer(m//min) 95.3%16.5 92.0+32.7 ns
Serum IgA(mg/d/) 341.1£79.0 252.0£99.0 0.034
Complete remission( %) 14/15(93 %) 31/32(97 %) ns
Relapse ( %) 6/14(43 %) 13/31(42 %) ns

Microhematuria

: urinary red blood cell counts >5 counts/HPF,

ns : not significant

BB TO6/14(43%), 1gAFEWLEHI T 13/31(42%) T H-
2o WIFNROERERAONEL ST,

4. IgA REBINDTRIEFTR (Table 3)

IgA ¥h 3 B O AT HL % Table 31277 3, IgA W& 15
Bk, C3 b ¥k L7z LPaE 678 10§ A & 47z (66.7 %) .
C3 L& L b pl & TgA BpE Rl & officix,
TR R (BT RBRIE, A9 > ¥ ABEMEZEAL, MEZE
1k, BIREE(L) ICAREZIE A oo Tz, IgA TEE 15 4
th, 1gG 13 7 611(46.7 %), 1gM i3 11 41(73.3 %) 1z B 1 ©
BHotz, MHFALSRIKMAEIE 1SHIF SHI(33.3%) TRD SN

7o, o O TFALARERIRE GRAR RS O F1b %
R OEE) 132 34226%E DT ThHolz, AV U F
v LHETEIEZEA 1 9 (60 %), RN - B2 IE T B
(46.7 %), BIRAEILIE 3 41(20.0%) TRD S L7z, W
NbZORERIERETH-> 1, BERES Lz 124,
10 91 (83.3 %) TR THE OVREYH A > F 7 AfHEIC
Doz,

5. IgA k&) & IERBEHIDIRIERT R O LLER (Table 4)

TgA WAEBI (15 B1)) 1% TgA FEUAE G (48 f) &tk L ¢,
AY ¥ AOHEFEEZA[9/15(60 %) vs. 14/48 (29 %),
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Table 3. Pathological findings of the mesangial IgA deposition patients (n=15)
Pt 1gG IgA IgM C3 Glomerulo Mesangial . Tubu.lo. Arterio
No deposition deposition deposition deposition  hyalinosis .cell . interstitial sclerosis EDD
proliferation change

[ - + + + + + - - -

2 + + + + - - + - +

3 + + + + - + - - +

4 - + + + + - - + +

5 - + - + + - + - +

6 - + + + + - - - -

7 + + - + - + + + +

8 + + + + - - - - +

9 + + + + - + - - not done

10 - + - + - + + - +

I + + + - - + - + +

12 - + + - - - + - +

13 - + - - - + + - +

14 + + + - - + - - not done

15 - + + - + + + - not done
+:7/15 +:15/15 4+ :11/15  +:10/15 4+ :5/15 +:9/I5 +:7/15 4+ :3/15 4+ :10/12
(46.7%) (100 %) (713.3%)  (66.7%) (33.3%) (60 %) (46.7%)  (20%)  (83.3%)

Table 4. Comparison of the pathological findings between IgA (+) patients

and IgA (—) patients

IgA(+) IgA(—) p-value
(n=5) (n=48) (x? test)
Glomerulohyalinosis 5/15(33) 11/48(23) ns
Glomerulocrescent 0/15(0) 0/48(0) ns
Glomerulofibrous adhesion 0/15(0) 0/48(0) ns
Mesangial cell proliferation 9/15(60) 14/48(29) 0.03
Tubulo-interstitial change 7/15(47) 22/48(46) ns
Arteriosclerosis 3/15(20) 8/48(17) ns
Electron dense deposition 10/12(83) 4/26(15) 0.0001
ns : not significant ()%

p=0.03], 5V, BETORBETFEELEW(10/12
(83%) vs. 4/26(15%), p=0.0001 ] WEZFICL LD S
7eo LinL, SREREEETAL, ERAMBE, SEENRY <
> BERCE R PR - BN, BIAREE (L7 & OB & IgA
WE O & QRN B A2 o e h o Tz,

6. IgA JLEFINEEZEDRER (Table 5)

IgA YEEBI(15 ) D A 7 a4 K iREEH O B KRR % 7R
To I5HIF 1 Bl AIREH IR L, TEeEfRET
bHolze TBOOD 4FITVTNbTEREMRE Ko7, Th
S 14 FIOIREAMEAE TOREHEZ 13.1£45HTH >
Too IRARIBRIE, AT 0 A NiEERZIC 134](86.7%) T
Rt U7zas, 260(15.3%) 13 A 7 a4 NiGgEL b F5k
MTH > Teo PRIRIMEBRIY L REH X R BALA TR 13.0+
10.0 HT, |HEKRMEKR S ZIZFERHATCH-72, L

L, ZOHOATaA N OREEBRF I RPIRIMER
B BREF S 12F1F 6 Flic s s (50%), FHFLOEE
AF 113111 A ATHY, 2D & & D PSL AR L 22.5
+12.0 mg/day Th o7z, IMHE IgA fHIZIERIC E VAR
& F %5 L 72(341.1£79.0 mg/dl — 222.1+49.0 mg/d/,
p=0.0008) (Fig.3), Z V7 F=>27 V75 >R IgA
WEHE L VIEUHEDO TN LTI A SR> T2,

z=

7=

%

4[al, MCNS 83 % RHER & U TR RERIA OB EM
IgA PREDHEE TR & 25, 238%Th o7z, A
DOERERECEEED IgAWEN AN D 2 LiE, HiR
BB N F—FIB W THE SN TWw S, Sinniah? 3,
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Table 5. The clinical findings of progress after treatment in mesangial IgA deposition patients (n=15)
Complete . . Microhematuria PSL dose at
o Microhematuria U-RBC
remission . reappearance reappearance of
Pt. No. . disappearance before treatment . . .
time time (counts/HPF) time microhematuria
(days) (month) (mg/day)
| 7 7 6 33 I5
2 NR 4 | - -
3 16 8 3 - -
4 10 Microhematuria 100 Microhematuria -
5 17 16 6 - -
6 8 25 2 - -
7 12 12 3 12 15
8 8 38 2 8 12.5
9 14 7 10 - -
10 19 19 10 - -
Il 8 4 20 2
12 17 17 2 8 30
13 21 4 3 5 40
14 12 8 4 - -
15 14 Microhematuria 20 Microhematuria -
mean CR : I4 cases Microhematuria 12.8+24.9 Miorohematuria 22.5*12.0
+£SD I3.1+£4.5days disappeared: 13 cases  (counts/HPF) appeared again: 6 cases (mg/day)
13.0%10.0 days I'1.3x11.1 month
disappeared : 7 cases
Microhematuria: 2 cases
450 ~0.0008 1987 FEIZ BB B D 720> 200 BIOFIREBI D 8 Bl (4 %) 12 2 H
p—u. N . = > 3 ==
n=12 XV LD A EZRD, TD5H C3OWEZFKRIC
3 400 - BODLLOEI2HITHS L Wi Lz, &7z, Varis 5
E" 7 4 > 5 > K QSRR 756 Blrh 52 61(6.9 %) 12 A ¥
~ 350 YXTLADIGAWE R DT I ki LY, KT
S b, MY IZEIRE 34 G 6 B1(17.6 %) 12, EHED 13
© -
E 300 r FEF 100 1 10 41 (10 %) 12 TgA DI 2 RD T2 2 & 2
3 Bllco —H, BHEE K P —ICB0 2METIE, 1986 4,
<
g 250 r 59 53K 5 20 fir 6 %1(30 %) 12 1gA DL % 77
<bto Wiz EEFELTnE, bhbhOfEE Ty, 51040
‘e 200 - B RARB] OBAERF AR (zero hour biopsy) T, /$7 7 4 >
Z - T ¢ S - EX - 3
§ (341.1+79.0) YIFic & 2 BERPUBREORER, FFH—F 0D 16 %12 1gA Ik
150 BEREDLIEEREL TV, TALOEENS, B
(222.2+49.0) RERERAD IgA BRI L THR 2 L TRE L, —ED
100 ’ : BETHAONIBRTH 2 2 L RIS iz, SHEORSE
Beore e restment TH, HREILBAL R - —B L FIFFAC, MCNS B

Fig. 3.

steroid treatment

The serum IgA concentration was significantly lower after
steroid treatment than before treatment.(341.1+79.0 mg/

Chang in the serum IgA concentration after

dl —222.1+49.0mg/d/, n=12, p=0.0008).

BT S ERIREAD IgA P& 13K 20 OB THALE
TRZERESLERD, WFRERMEN & L T b ¥ENE
[gA WETEN B & Z 20 %6DHE THAEL T 5 WREMED
RENTz,

Z D& D AR 1gA WETEDS, HRIER 2/ 3 2 »
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WOWTIE, bbNOBHEF F —ORET, IgAWED
B 51T 67 IR 27 51 (40.3 %) 12 FR P v A% LBk A3 45 BF
1E DA b o SRR 2 D T b, MCNS 129 2
T, MR 2 RS FEFPO LD 2 WSO O]
ERH BN, SEOMHTY IgA WED A 5N IEH O
KREBCMRB A 6 Niz, Zh o OB IgA IWHE X
BTN L UEDERENE WD, MRNBEELLZD Lk
ol T b0 bhs, Wit L Td, MCNS
FEBI TR % & N7 & B LERE 1gA YRS iE % & 6F
LTWAHEEELD %,

WHE LI IgA B X > X7 L OENEE(L 25 S fE 2
THF & LCIE, A¥ > F v afilgnz ofifaRE e
£ 3 % IgA v & 7/ ¥ — (asialogycoprotein
FCaR(CD89)) Z /L T IgA LA L, RIS iR
KIEVET A N H AV RTENA Y E2BUL, RIERIGR A
PUX Y AREEA RIS IT LD, BEAY VXY
AR RO KB LI VImE IR TV BT, —
7, MHICHFLET 5 TgA BNE RSB T 5 F1CD
WU, s, M ZfEERT 5 [gA Dt > VIO
BHEED, AV UF7LaAOERICEASE L Tws L%
HEIPLTWD, §h8bb, IGAlOE ¥ YO O0-
glycans OFEFEAEETID L ITHIE v A v ARG
BICEL, ZMNBLEEDOETAY > F T AikE Lk
DIEMALZERLRT 2 EHEZ 6N Tnw b,

IgA FEADTIHE D IgA BEOREZERICEETH 2,
ERED in vivo R in vitro TOWFRIZB VT, IgA BYERHE
TIgA FEEDTENE LU TV B Z EMNRIN T 5, MMM
IgA B ERT2HFpO—o L LT, EI a7 ) VELED
ALy FHEETFORE NEbLNT WS, —FH, EES
iz IgA EEV O FRET b 1gA BHEDOFIEHK & LT
HETH D, BHARCHBZICA S NS 1gA BREHEDL
DIRZE (1 L B AR RELIE hepatic glomerulosclerosis) T I3,
FANROBEERENES L TW3 EFEZ 5N TN 559,

SRIObNbINORET T, 1A WEHIOIMFE IgA fE
EFE IgA BB HANEECEE T 572 2D LI,
— I TgA BHERE O EECME [gA ¥ EA L Tw 5
HELHE T, MEIAEOLEERN AV F 7 A0 IgA
WEHRICHEBELRBENTH S I EE2RLTWE, OB
M TgA WETERE O MY [gA EO LA NELTEC X 5
LD, HLVIEIDFMETFICL 2D, iz, IgA 2 F
AARA y FHEEB TP A G FO L ¥ VHHEHO RZE O
iR Y, SHSOCHRET 2LENH 2 L Bbhiz,

IgA P35 D & 5 1172 MCNS D ¥EHE R O B PREEIZ D 1

receptor X

TOINETOHRE ™ 272 &, MROBEISELNC X
DEEEFETHDD, MRVFED S NIHEFICB T R
T4 MBFICE DHET 20085 0, BREFICB ER%E
MEATL T B EFITIE, BRICED AWFOHEEL
Wb b2, IgAWERED MCNSDO AT v 4 Fif
B ORI LR ERORE X, S0LIs23Tw»
v, SEIOBIEIAR X 18~216 % A (36.2+21.4 5 H) T
HHH, TORR, IgAWEONCHoNIMRIE, AT 0
4 RIRFC L D EFEB6.7%) ICiHK LIRS, AT a4 Pk
I DEBOEF CHEBT S 2 LRSI N, T
F, IgA BYEICRT 5 X 7 a4 RBEOEEICOWTS
S DA N EaNT B, SRIOMEFEEIR, BE
T IgA WEIEC BV T Y, SRR MCNS) 3 L TfT
bz A7 a4 NGEBSIRONE, HEICESTHS Z
ERTFLTWS, 512, AT a4 FIEERICINE IgA
ENEECETLTWAHEELD, A7uA4 Fic X 510
IgA EOE T2 MRIERICBE S L T 5 ATREMEAVRIE S U
7zo LAL, 20X 5 RWEMEIgGAWEREICTL T, X
T 04 FIBERLEIEPIZDOWTIE, SHBE L 2 EH
DETH D,

&

MCNS BB W T b TR 1gA WEH 23.8 %D
RO BTz, IgA REBITIE, BED XV > X7 A
HZEACPEHN S E T HEWEY 2 EGIDFEE S
%o FRRINZIE, & < B OBEMSEIINIR % & 0F 9 2 fEH)
B, A7 04 NREIZLD ZOMRIBHEKT 22, A
7 a4 N OREEEECHNBE T 2HEAN S O N, ME
IgAfHIZ AT B4 RIBFEIC X D ERIZIET L7, MCNS
BECBIT 2 QRAUEORRIE, BRECREALOH
HEE % <, MCNS O FRICKIZTREL DRV EFHZ
57z,

E S

Xk
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