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A case of lupus nephritis complicated with hemophagocytic syndrome
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FEGE 20 A, 2008 4F 11 HIMBRIBA % ) 3 7 v —CREREEEZ FE L, BEMICTOL— 7 ABRIV-G
(A) EBWi, 2784 FrVABERTETL, BEEELTATaA FEBLOI YV EVYORRET-72, &5
Iy FRH VoV ARER 3 7 —VifT L, ABiR %% 13 ¢/day & - 72 REFADISETIE 2 ¢/day L8, i
S IEFLL Tz, L L, 2009 4 6 HPLUMIRIEA %580, 7 HHIMER & %2 > 7= 72022, NIk B
FOE7 2V F VIE(7 =V F > 10,440 mg/L), & LDH IMYE (LDH 1,358 TU/L) % #%, & HiZefilic Ik
JEMERE (HPS) L2, AT 0 A ROV 2AREZ AT L B8 Ll fe o —HIRBE & 2 > 7038, JREE 2 BRI IS
HPS 23%hE L 72, 7% 2 WD HPS & b, FSIERE SLE D% RE T 2 AR 72 & I BRI AL fif 1o B % 58
DT, HO D RBYYEBERTE Do, K> THPS DREADS, EYYEIZHENT % infection-associated hemo-
phagocytic syndrome (IAHS) T& % D 2» SLE 7 £ O H PR BICHER T % autoimmune-associated hemophago-
cytic syndrome (AAHS) TH % D7, NI REEZ Mo 72, ARERIE, HPS FEEMRTIZ SLE 258 U TiGEhH & L <
EREIC D 2 L WdEZ ko T EICMA, MR IS CHREE SRS, & LDH IhE, &7 =Y F VI %
BLAZELS, IAHS THHEEZ D,

SLE f&IC HPS Z 8 L 7286y, WiE o ilZeishe FIFEIcEEch ), Zofilics 7 2 MER
BB LWET 5,

A 27-year-old woman was referred to our hospital because of pancytopenia and nephritic syndrome in
November, 2008. The findings of physical and laboratory examinations showed systemic lupus erythematosus
(SLE). Diffuse proliferative lupus nephritis (group V-G (A)) was confirmed by renal biopsy. After combined
therapy with prednisolone, intravenous cyclophosphamide pulse and mizoribine, proteinuria decreased from 13.0
g/day to 2.0 g/day and the serum complement level recovered to the normal level. However, she visited our hos-
pital again for management of bleeding tendency in July 2009. She was diagnosed as hemophagocytic syndrome
(HPS), with pancytopenia, high ferritin, high LDH level and hemophagocytosis in the bone marrow. She was
treated effectively with steroid pulse therapy, but relapsed with HPS after two weeks. Although her child caught
a cold, the case did not show any sign or symptom of infection, such as the common cold. However, we diag-
nosed her HPS as infection-associated hemophagocytic syndrome (IAHS) because she was not in the active
phase of SLE at the onset of hemophagocytosis and the laboratory findings showed elevation of her serum fer-
ritin and LDH. Therefore, we considered that her infectious sign may have been concealed by immunosuppres-
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sive therapy with prednisolone for SLE. It is very difficult to distinguish between IAHS and autoimmune-associ-
ated hemophagocytic syndrome (AAHS) in autoimmune diseases, but the differential diagnosis is necessary to

treat the HPS.

Here, we report an important case of HPS complicated with SLE. This case may attract interest particularly
in the management of HPS-complicated autoimmune disease. Therefore, we report it with a review of the

literature.
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3R E BE 5B E (hemophagocytic syndrome : HPS) %, ‘B
B, JPHE, MO, V) > oSER7Ze £ OfNRAMLER T o ke &
B9 2 IEMAAHABR O B A 2 R & 3 2 AR e e FR
ThHD, B, HFPEZ &R A, PLUIBRRA LI
PRRERE T, REREVEME NEERERRE (DIC), m7 =V F v
MIAE, & F D7) e Rl & OMAENT R 2R E T 5,

HPS 1%, —XM:? familial hemophagocytic lymphohistiocy-
tosis (FHL) & JEREPE *%‘ﬁ%%@‘ % M (BOEE) D b Dz
Kl z, X1 A G B L 1ML PR T At
(infection-associated hemophagocytic syndrome : IAHS) % V)
Y OSIEICSEAE T 2 U > oS B I BR B R 2 BE (lym-
phoma-associated hemophagocytic syndrome : LAHS), H %
2% B 8 1fm 3K 51 £ 4% 7 (autoimmune-associated hemophago-
cytic syndrome : AAHS) 7z £33 % (Table 1),

Shlbhvbiug, 251 Y 7= F—7 A (SLE) DA%

FEHIC 2 B HPS Z2FIE L 7 1 B2 RE8R L 72, ASEH
D X9 7 H ORISR B DY HPS %2 F0E L 72354, 1AHS
& AAHS DA IE FIFRICERETH 5, 2D
FCE T LMERZERL®RET 5,

E Bl

g F 20, Lk

X F:AanipiE

BRI 2008 4 7 H X D EI D BZ s B - R % 1
DIEL TWazz, 2008 4 11 HIT A > TR FEH, o
E%%%memﬁw%ﬁaﬁ%ww 728, WMBEAZ

, BEDo 11 H 10 HABEE 2o 72,

E%EE FERUHIE R L, 23 I URINg B 5 72 L

RIERE © FiadFH L L

1 OB ABRRFESEFRR © & & 1534 cm, FH 56kg(+5
kg), I 164/112 mmHg, #f 37.0°C, SHEEY > i 1% fil
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Table 1. Classification of HPS

1. Primary HPS
Familial hemophagocytic lymphohistiocytosis (FHL)
2. Secondary (reactive) HPS
1) Infection-associated hemophagocytic syndrome
(IAHS)
*kVirus-associated hemophagocytic syndrome
(VAHS)
*k Bacteria-associated hemophagocytic syndrome
(BAHS)
>k Other
2) Malignancy-associated hemophagocytic syndrome
(MAHS)
*k Lymphoma-associated hemophagocytic syn-
drome (LAHS)
>k Other
3) Autoimmune-associated hemophagocytic syn-
drome (AAHS)
4) Other(drug)

T, WOIEALED D, W, EFLE 4 M
Lo IEEBIEE, Bk, 7 L, BHI - (% - TR
HW, PUBBIEIRE e Lo MERAIAT R L

1 BB ABREHRERR (Table 2, 3) : M AELEATRT
1%, WBC 3,600/uL (Y > 288k 21.0 %, <1,500/uL), Hb
9.2 g/dL, PIt 66,000/uL & PLIMERIKNA 258D, Cr 1.34 mg/
dL LR 2R L 7e, SRR <, Fitsdidk 640
fif, #i ds-DNA $iff 130.11U/mL & FfETH D, #fifkix
CH50 %5 10U/mL & fEfETdH -7z, IRATH TIE, &HH
(3+), WM G+), YRfiRIMBkIE 100/HPF M F & %%, X

S AR IMBR IR WURR PR, REIAFIR: 20 SRV HIRE 2 329
7o BRICE 2 1 HREHERZ 6.62 g/day TH > 72,

BRERAEME : w120, OBIHLEE, @05g/HU L7
(3+) DL ED R E IR, ¥ & ORI % 329 % B
E Q[ M ER R A E (<4,000/ uL), YV ¥ S BRI A E
(<1,500/uL), HINEIFAME (< 100,000/ 141L) D IR 5,
@9t ds-DNA HifkPtk, OFyuAbIEZZ D, 1997 £
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Table 2. Laboratory data on admission

631

Admission 1st 2nd 3rd | Admission 1st 2nd 3rd
Complete blood count Coagulation and fibrinolytic system
WBC /uL 3,600 1,000 1,800 PTINR Iu/L 0.97 1.29 1.00
Neu % 72.5 89.7 92.4 Fibrinogen u/mL 302 38 61
Eos % 0.8 1.0 0.0 ATl mg/dL 85 109 142
Bas % 0.3 0.0 0.0 FDP ug/mL 6.6 89.6 107
Lym % 21.1 5.2 4.9 | Immunological findings
Mono % 5.3 4.1 27| ANA = 640 n.d. n.d.
RBC /uL 299x10* 221x10* 310x10* anti-ds-DNA Ab  1U/mL 130.1 5.1 43
Hb g/dL 9.2 6.8 10.1 CH50 uU/mL 10 41 47
Ht % 26.7 21.4 30.7 Haptoglobin mg/dL 4 2 <2
Plt /uL 66,000 80,000 11,000 | Infection
Blood chemistry EBV-anti-VCA- 1U/mL n.d. 160 n.d.
TP g/dL 4.9 57 6.2| IgG
Alb g/dL 2.3 3.7 3.9 EBV-anti-VCA- U/mL n.d. <10 n.d.
AST IU/L 20 82 125 IgM
ALT /L 8 33 120 EBNA Ab mg/dL n.d. 20 n.d.
LDH Iu/L 295 1,358 1,216 EBV-DNA(PCR) copy/L n.d. n.d. <2xX10
BUN mg/dL 28.9 14.1 18.5 0° cells
Cr mg/dL 1.34 0.78 0.63 | CMV-AG/C7-HRP n.d. (=) (=)
CRP mg/dL 0.05 0.07 0.06 BDglucan d <11 <11
Ferritin mg/L n.d. 10,440 14,830
n.d. : no data
Table 3. Urinalysis on admission WMHICEEmZ T L 72, BRI XD OFAEL—T
Admission 1st 2nd 3rd AW Group IV-G(A) (Fig. 1) &2, THBIIY 7 EHLIGT
Urinalysis RThot7-0, F3BHRHICEZ7ahb A7 7 3 FRKER
pH 5.0 6.5 6.5 I (IVCY) 800 mg Z fifT L 7z, L2 LIREE I DU 1X
Protein @+)  (@+) 0+ - SRR
ZLL, H0WHIZI Y'Y EY 150 mg DNARZ BllR,
Occult blood B8+) @B+ () 00 . , Amg Wﬁﬁ Ik
Glucose (=) (4+) (-) 5IZ, ¥7uhA7 7 3 FOINGHEEERE O RITEH 2 i
Sediments L7bDDRss % e 32 2 EEBEEFEZ, 66 14
ot ;:EE 302123 040 SR M HICRNE N2 FIH, 3 FIHO IVCY £
- - SO ) - = B = 3 /s A5
Protein excretion  g/day 662 041 139 Lo S5 DRI & D IRERBFHWICHDP L, 55 208
Hyaline cast @2+) (1+) (=) WHICIE 1 HIRERRE 0.6 g ICEFTEELZ, B I DK
Tubular epithelial cast (1+) (1+) (=) BTO PSL 1% 25 mg £ THRK L Tu7z,
G | t 1+ 1+ - e = . N . o1
ronuer o2 o T R HEMZB OB IR 5 £ AT b
RBC cast 1+) (=) (=) ) #
Fatty cast 1+ 1+ (=) O EyDEAEERL 72728, SLE OTFHA% %E\> PSL 40 mg
Waxy cast (1+) (=) (=) ICHEE, L2 L8 248 i H I, JNZE Y] 72BR o (I A %
NAG 42.3 n.d. n.d.

RIEHE 7 X ) A ) 7 2 F 4D SLE 2 WikHE 11 BHH
SHHZWM7- L7272 SLE &M L 7, ABERFI/MEIR A
ZRLTWRLD, BeWHEIIXAF LT L F=yr Yy
(MP)500 mg @ #2453 H O A 7 a4 POV REE%
MEfFL, Bk LT7L F=yu v (PSL)50 mg Nit%
BlG L 7o WERBHIRERILAMIYY EA L TE 7, 5 30

TEReZZ I NI,

2 BB ABRBESERER © ME 104/64 mmHg, Al 36.5
°C, Sp0, 97 % & /34 ¥ JVIFZTE L Ttz Ekizd 558, 1
JPENFR L, iR L & b BT RLIE RO 37, BIEBALHE b 7
<, THEFES 2L, Z0IENICHHS A REIZRO %
oz,

2 BB ABREHRERR (Table 2, 3) : MEAELEFTRT
1%, WBC 1,000/ L (Y ¥ 788k 52%), Hb 6.8g/dL, Plt
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Fig. 1. Renal biopsy findings
Diffuse mesangial and endocapillary proliferation were seen.
a ' PAS stain, X400, b : PAM stain, X400
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Fig. 2. Clinical course
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80,000/ uL & FIZIE & D b SO PLIMERIKA 2 3 0 7=,
SLE ZWilsDRT R & 2722 D, LDH 1,358 1U/L, 7 =V F v
10,440 mg/L & FHWH7A LRSS H, S SICEBERE LS D
FRREPE IS NBEREEWERE (DIC) THh - 72, A kA T
1%, ¥t ds-DNA Fiffi% 5.1 TU/mL, CH50 % 41 U/mL & IE#
PN TH o 72, RATR TR R IMER X 30~49/HPF,

1 HIREH®RIE 041 g/day EFIZHREL D ITUEEZ RO T
72,

# & (Fig. 2) : ABERF D I AL AT HL 2> & HPS % %
W, ABEWIH (55 248 9 H) (B $ige ) 2 fif7, MBkEam
R HPS L ZWi L7z, HPS DI & LT, Tt
D3 ESGERTH D ABET X O RBEICD BuKP R &0 1
RUE IR D o T 7o @, JRPURE % B8 W SRR % 1R,
I 512 EBV HifEE L CMV Pk % ifT L 722503
NHEEETH -7 FEDL & { CRP bIEFHIFANTH - 7%
D5, HPS DFEFIZELIETIE AR SLE 12X 3
AAHS E# 7, ZF7 1A FrOL 208 (500 mg 3 HH) % fii
fTL, Z D% PSL 40 mg (28 L il 2 5mik L 72, 4
B2 LDH 7 =V F v 3Ed, Lo L WBC O L2372
Lo o7z G-CSF BAIZ A L 56 BB E2 AT, ¥
7z, DIC (2% L CUEHEBTRS 4E (FFP) O il IL<> 156 1 4
RFH— b X OV (FOY) IS Tl 21> 7, 2o D
BRIC LD 2IREBIIRIFE 2D, MRS UGE L
727-®, PSL % 30 mg \ZHi L 25 285 Y HIRBE & % - 72,
L2 LiBRe 2 O 300 W H, EHZ2 OB
MERRA, & LDH IME, &7 =V F Vi, DIC %0,
HPS D5 % S WAL 72,

3O B ARBE&HAER : M 122/88 mmHe, i 35.6
°C, Sp0, 99 % & Id D N A FOVELE 72 <, Z DAt b RS
RERFIIFEOT,

3 BB ABREHRER R (Table 2, 3) : WBC 1,800/uL (Y
v %BR 49 %), Hb 10.1 g/dL, Plt 110,000/ L & PLULBRIK
Ap3H Y, LDH 1216 1U/L, 7 =Y F > 14,830 mg/L & T
JE ERZFED T 7z, Pi ds-DNA FifhkiE 4.3 10/mL, CH50
1347 U0/mL L3 0 IEF#HIPANTH - 72,

# B\(Fig.2) : HPS DRI L €, FREE A RREG # % 2
L PCR 12T EBN-DNA E®ZHET 2 b, EPIHRIX
HIPR LT, Al & FIERFEBVR C CRP bfEMETH -2 L
225, SLE O L #H 2 fuetiill z 5afb L 72, &5 300 % H
kb AFTuA POV AR (500 mg 3 HIH) % fEafF, DI
PSL D% 40 mg (ZHi& L 7z, PSL &2 T, IEK, LDH,
72V F U IERAICEE LE 312 FHISREE L 2> Tw
%,

fils 7 %4 633

Table 4. Diagnostic criteria for AAHS proposed by
Kumakura et al.

1. Cytopenia
(affecting =2 of 3 lineages in the peripheral blood
and not caused by a hypocellular or dysplastic bone
marrow) : ANC =1.0x10%/L, Hb £9.0g/dL, PLT <
100%x10°%/L
2. Histiocytic hemophagocytosis in bone marrow or
other reticuloendothelial systems including spleen,
liver or lymph nodes
3. Active phase of underlying autoimmune disease at
onset of hemophagocytosis
4. Other reactive hemophagocytic syndrome is
excludable.
Note :
# Autoantibodies against hematopoietic cells sometimes
develop.
# High fever, hyperferritinemia and hyper-LDH-nemia are
not absolutely complicated.

(z@k 4, 5 &£ D3IA)

z =

HPS 13, BHi% 130 & L = MN2 ML T ORISR I X
ZIMBREEZREE L, ®E, R LolBkigd, #E
[, RS, & LDH ME, &7 =V F Y IiEs £
Sk % 5 L, Henter %° Imashuku 5 12 X % ZWikEAEIC & $E
IHENnTW3,

HPS & — kM & )M (RS k) s n, Xk
HPS 13 X & (KB (IAHS), U v SJfBSE# (LAHS), H
CL o FRBH (AAHS), Z OSBRI 3% T 5 2 &
23T E % (Table 1), TAHS (ZEFERDEITT 5, IAHS 1&
MEICX2bD, 74 VRAICEEHD, HEIZKSHDIC
IS, —MIZ EB 7 A4 )L RAICX % virus-associated
hemophagocytic syndrome (VAHS) IZE &L, ZNDIsD
b DIFBRER 2%\, —J7 AAHS I, JFEEOIEEMEIC—
U CTHIET 2 00T, R ER BN A Ao |
e, JERR Y E CYUE (PURRIERBUA, PUIIMUE, €
RS, 7 — L ARBRBME R &) O % A 5, AREFI O
&9 7% SLE ISP L 28 3% 1Y,

ASEHITIE, SLE OFAE RS 2 EEALER 2 & QI ER
MBI B 28 d o7, L L HPS FAERHICIH S
IR EYE R R TE o2 2 L5 AAHS & 2, G
BEL 78, WHE ORI LR EEE R 72, W% BT 2
ZEE, RN L REL b o TE D IEHICEE A
RMETHo 7 EEBEZ TS,
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1.Cytokine-mediated mechanism

o @ =»

cytokines
cytokines activate histiocytes

2. Autoantibody-mediated mechanism

X R o

The autcantibodies bind
to hematopoietic cells

autoantibodies against
hematopaoletic cells

3.Immune complex-mediated mechanism
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The immune complexes are
Immune complexes

Fig. 3. Possible mechanisms inducing AAHS

depasited an hematopoletic cells

MR AR N TEHIC IR L 72V — 7 AR D 14

| AAHS(Group 1)
IAHS

High fever high
LOH level and DIC
ara found,

Fe receptor

= AAHS(GroupIL}

High faver high
LOH lavel and D10
are not always
fownd.

-
activated complement
and its recepter

(3Z#k 4, 5 £WEIA)

Table 5. Comparison between IAHS, AAHS and this case

This case AAHS (n=12) IAHS (n=10) p-value
Physical sign
Fever 36.5 37.2+1.2 39.0%1.1 <0.001
Lymphadenopathy (=) 3/12(25 %) 2/10(20 %) >0.1
Hepatomegaly (=) 6/12(60 %) 2/10(20 %) >0.1
Splenomegaly (=) 6/10(60 %) 2/10(20 %) >0.1
Laboratory data
DIC (+) 0/12(0 %) 4/10(40 %) <0.05
Elevation of AST/ALT (+) 5/12(42 %) 6/10(60 %) >0.1
WBC (% 10%/L) 1.0 2.8%+0.9 2.9+1.9 >0.1
Hb(g/dL) 6.8 10.4+1.3 9.9+23 >0.1
Plts(x10%/L) 80 82156 74+£75 >0.1
LDH (IU/dL) (<450) 1,358 678+t441 1,377+1,881 >0.1
TG(mg/dL) (<149) 129+39 124+64 >0.1
CRP(mg/dL) (<0.2) 0.07 3.0%+4.0 10.4£8.8 <0.05
Ferritin (mg/L) (<250) 10,440 3,974+940 1,176+1,261 >0.1

HEA S 13 IAHS & AAHS % HhRat L, TAHS X AAHS
ICEERGE AL, BER S, IR, & LDH IE 2 59 2 48
ERE O ERELENORA >~ MI2HIF TV 2 (Table
4)*, Z DIFRAEIR D 7 513 HPS DFEREREF 125 5, HPS
DFEREMEIT I Fig. 3 ISR T X912 3 DDY — 2o
1%, (Dcytokine-mediated mechanism, (2autoantibody-medi-

p-value : between AAHS and IAHS

ated mechanism, 3immunecomplex-mediated mechanism T &%
%, (IZF1Z tumor necrosis facter—a (TNF-a), interferon—y
(IFN-vy), interleukin—1(IL-1), soluble IL~2 receptor, IL-
6, IL-10, macrophage-colony stimulating factor (M-CSF) 7 &
DRFEVET A b A4 > H5illidgdkz imttfb S &, JERpRATIC
HOOIMRPEREINDG  ZDOMER, FA I AL v« A —
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LATHED B, BEERE, R, & LDH IfE 4 &
BriERE 235, 243, IAHS & AAHS (Group [ ) TH
SNBIKIEL SN TWBEYY, @, GIFFEIC AAHS (Group
) THASILEFIRRD LI IEZLENTVE,DF D, I
BRIZH 3 2 B AP 2 N U 7 Pk ok 78 1 il i R s
(antibody-dependent cellular cytotoxicity : ADCC, 11717 L
VX —) OFET, Bt ciiBkic g L - @Ak z N L <
MBRDSFHIEERICE B I N D L TEME7 L L X —DFT
H27, 5@, ODEIBRIA FAL VENS B
oYt &9 L b e, B, S, & LDH
I 2 5 & 7ty

AGEBICIE, BERISE, IFREE, & LDH IMEZ 2L 7,
DFED, VA P AL VITk o THEI N HPS TH 5 1]HE
PEDYEN EHIWTC E %525, TAHS & AAHS (Group 1) & 1388
BT E R0, BBE S I, H7c 2 2WiIEHE (Table 4) Z FEIE L,
AAHS Tl IEGuE, VLS 2 £13 202 k% HPS % & 7-
TR S, RIS B DSTEBINIC & % 85I
HHELTVRBY,

AAEGITI, HPS % FEIET % Bl ko BB R ICHE R
LTED, KEFICH EREREREZ RO L VW) T E
V—=F2dHY, BT LSRN TE Lol 5
IZ HPS F&AEMIIEPL ds-DNA Hifk, €3, C4, CH50 & & F
NTE L CIEHHIPAANTHER L CTE D, SLE 25k L THb
S L I h 2 L3 BEZ onad o7, ko T
BBE S D AAHS DZWEEMERICIh - 72356, AIERNZ
AAHS Ti37% { IAHS O HJREVEDN R E B 2 STz,

418l TAHS 7 AAHS 2>OBWHERE L 72 Bl 13, SRRl
FRI S RIERIE S EE E VI FEr 6 TH o7, Zh
1% SLE (ZR} LTl & 0T 72 gl S8 X b i <
NTOARMED D 5, AREFI O X 9 12 H SRR EIC
IAHS % &0F L 284101, 3 CIc @il b s n
TV 57280, F5E> CRP ESZMOFF sk ok nl k
D%\, ZOBICIE, BRARREIRLHRE 2 & o iR X
D EPEEDOIEEIEO G MW T 5 Z EHEETH L, £
72, BEE G O H BE0 1 LDH IUEE O A fEAsZ2 Wi o —hic
BHIEDNDH D, TAINAEPETEIER VAHS 2 E 77
EBV EASEHIC 2 Bl E bEEMETH D, A P AT AL
ZIB L CH YU EETH o7 2 L HBBICHE L 2
—HlThHo7%, LaL, RKEVANVZADOY S R\ EER
VAHS DI E % 7%, EBV ¥ CMV 23ElET
Holzb LTH VAHS ZIR L THETE LRI E 1345
B\, AIEFIDS EXGESRIEIRZ A L T 2 L, o
Do T & MR EGRE 2 R T 2T E T L5,

fils 7 %4 635

EEZFERITMS DT AV AT X B AT D
IAHS DFHEICBIS- L 72 el S 7z,

HPS DiaFEE, I, EEHREORETH S, Lo T
IAHS DA T PINFERE R E R Y A VA Z R T 5,
AAHS DA, ZNZF D H ORI R RN 2 G
WHEMZEL, L2 L IAHS Tb, FEEh, JFpdE, HeER
W ERHENERIEBILEY A P AA VIEE 72139 A b
AA Y« AP —LDREPEE I N B GEITIE, 2
LCAT A FHE IR n st 56 6 & 21219,
AIEHIT S AT 0 A ROV 2R % T U sese il 2 it
LIABHEZER L 72, TAHS IZfE 9 SY A b A A Y IEIC)
Enbott-deE2%, Lo L IAHS OHAICIE AAHS
LR D, FPRDUGETIUDER LIS A T R A R 2 Wi,
RS 200 H 5,

B

H O R DY HPS % F0E L 7554, AAHS »»
IAHS 2809 % Z L IXEHRG# E, KREHEETH 5,
L Lads s, AREGD & 5 1 3 O sl [~ T,
i DWW 2 L23b 5, ZDOBIC, FTIEERER
DIEEIE, X SISEY A b A A VIREIC & 2 g, B 5
H, 1 LDH MUESHE 7 =) F VIEDH KR E2 L >b
D kRl 2 2 L DB O 3 MDD B LB A
5N,

PSR H O ST RE D% L

X #R
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