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Contrast-Induced Nephropathy Requiring Continuous Hemodiafiltration
in an Adult Patient with Cyanotic Congenital Heart Disease
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Renal dysfunction, severe heart failure, anemia, administration of diuretics, and dehydration are risk factors
for contrast-induced nephropathy (CIN). The renal dysfunction is reversible in most cases of CIN, and renal
replacement therapy is rarely required. Cyanotic nephropathy (CN) and relative anemia often occur in patients
with cyanotic congenital heart diseases (CCHD). Although diuretic administration and fluid restriction for
refractory heart failure are recommended, the association between the use of contrast media for patients with
CCHD and the risk of developing CIN remains unclear. We report the case of a 30-year-old woman who had
undergone a Blalock-Taussig shunt procedure at 3 months of age after being diagnosed with pulmonary atre-
sia with intact ventricular septum, and at 15 years of age presented with proteinuria and was diagnosed with
CN based on renal biopsy. During hospitalization for management of exacerbated chronic heart failure, we
performed cardiac catheterization for hemodynamic evaluation. After catheterization, she developed oliguria,
pleural effusion, ascites, and prolonged metabolic acidosis. Her serum creatinine levels increased from 0.79 mg/
dL to 3.86 mg/dL. Based on these findings, we diagnosed the patient with CIN and performed continuous hemo-
diafiltration for 8 days. Patients with CCHD may be at a high risk of developing CIN and the severity may be
higher in cases with CN. In these circumstances, it is necessary to carefully consider the indication and amount
of contrast agent required.
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JERAIBHE (contrast-induced nephropathy: CIN) (&, sk, FREOAE, s H GO B HERE
EPMIRER G, BAMAENI AT T 70 2—ENTWV5S. CIN OBEEERETIAYNTHD,
ENZETA0EENTHS. —F, F7 /=B RMLEE (cyanotic congenital heart diseases:
CCHD) TR ULIXLIEF 7/ —HYBE (cyanotic nephropathy: CN) XAHWIIEIMEZ AL, T HIC
B ORI UTHIRIER 50Kk 0 il Zz 0B & 2220w, LML, CCHD #35T CIN O
FIE D A7 OFERF O BIEENE WD ENMEIASH T AL, ERAIHOEBRMEICE U Tk
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FDIEZENTHEVDDEIRTH 5. FEGNE 30 KETH - 7. MTUABIIREHSHE, Blalock-Taussig
VX YV MNETFT S —EDERIFEL, 15 MRFICEAM T CN ElrE Nz, MEREREGYE T O AR %2
I, 18IEOAR RO SUMERE CHIJREESS milrinone DIRE A Uiz, (O ARRUWERICIN THIRETM D
Te bl A T — T IV Z i1 T L. MERHDNSZIREZD, IE7 L7 F =2 BRERD 0.79 mg/
dL 25K 3.86mg/dL £T LA L, ME/Kire, @MY > F—2 AMEIEL /2728, CIN OZHK

THHE M BT 2 8 HIRSIAETT L7z, B CCHD 3, ¥ CN &I Tld CIN FAEY R 7 D
%59, CINFERFOEIEEMNEK D &< RS AEREMENH O, ERAIEHOBILESCEHREZ 3D T

KO HEICHRE T 20ENDH 5.

lFCoIc

E B

I, FERMEOREDO SR, FIFMIc KD,
F7 / —E AR OEEE (cyanotic congenital heart
diseases: CCHD) ODEMRHFIN>T # > & FoiEERIE
EimLTwa. UL, NMRINCEFMEN AR
#, H5VIEEZWRNED > TR EOMET, K
FfTE U < 3HEEM 1% D O CCHD M — & 81
3. INHOEHELEFEMON L TRIAEFDAHE
IC7x o Te T & TRMINZIAR S OHEDRIEIC K> TE
T, 77 /—EBE (cyanotic nephropathy: CN)
DEHEZD—DTH%. CNIEZF 7/ —LHIEE
S BHEDRFR T, KR IMAE 2 MEIC K 5 ik
RIS & O BREANED AL, EBHIE DLk
RAREADIERZ LT DT ENTTIRETHD LN
% V. HRIICIZEARRMRE R U, AR EA
T 20855,

W HIEHE (contrast-induced nephropathy: CIN)
33— FREZAIOMAIIC & 04U % BhRelE 2z
B, ERAER®R 72 BN 2 L7 5=
> (serum creatinine: SCr) MM Fwijfifiic b L C
0.5mg/dL DL LD FHE LI 25%LL LD FRZE 5
THEHZEINS Y. CIN OB BRI TH D,
BT BT B EIEMIF 1% RGEENTHS . M
K, EIEOAE, SRRSO B R HE R I R
BRG, di, EPAIORGRERENCINDY X7
T7 I RZ—=THY, JFRVMIICIE-T 5 2 &A%
5N T3 Y. CCHD BHETRINEDY R T 7
U279 %5 L2V, CCHD T CIN %
FIE U TS Bl IERE IS DIz, CIN OFEGEY
A7 SOFIERF DO EIEE D E O E S DIZH S M Tldix
<, ERHEHORERMRMEICE L T HahEihizEn
TWERVODPFIRTHS. TDUHAIZ CN Zaf
L7z A\ CCHD #£# T, BHrEi 22 d % Hii CIN
ZFERE LT 1 B2 /85 L Tz,

FEBI : 30 %, bk

SOWR © RRATENARPASEAE, OB BRI, A RIRER
5, 7/ —EHE, BNRESR, JESHRRIE,
BHERIAE

FHIEE - 3 AR /E modified Blalock-Taussig (BT)
Ty Vb, 9 MHAREICH original BT & v >k, 12%
RRICH BT & v > BRRAEICH LN b— HkaR, 17
T R IS R ENAR AR RHAGR & KRBTS0 357 0O B HT 0 U
Bentall F i (ATS 27 mm+Hemashield 30mm) 7#°
fifrEniz.

E5R R, MW, BTITEO B

IR © Rl I\ EHIHZ L

BIERE @ 9 M IC AR CEA R Z 5 fii & Nz,
DA, HERDFRE U 15 RO £R LT BUN 17 mg/
dL, SCr 03mg/dL, M7 LT F=2 U752
(creatinine clearance: CCr) 66.9mL/min & ##E0DE
MRS 2R 718, BN TS Nz, SR
AR CLE IR O SRR T A 1 & 73 Hii PR e 22
Zidth, CN t@zZliE Nz, dilazep dihydrochloride
hydrate & lisinopril hydrate D5 0BG S N, &
PROUE 2RIz, T O, BIOLARR.0EER
FhRICx LT digoxin, pimobendan, tolvaptan, carve-
dilol, furosemide, spironolactone, procainamide, Ifil
F2F 51T aspirin, warfarin potassium Z{L/7E N T
To. TXTIEIEOAEOZEEE T EER D AR
WM& D, New York Heart Association .OMEREZ S5 class
3 THHEAEEZE > Tz, 20 KRS CT Mk %z
2 [IfEf T E N, ZNZN iopamidol 2 50mL (2.3mL/
kg), iohexol Z 50mL{fiffl L7z, W3 N & EIfEH
PREROERRERREE 32D T o e, BRI L.
BB © NGB HATD DREADD D, IRLICUW, )
%, BUNKR, ZREEG B LS SR k22
& LTz, 1AH 22.9kg (ABER(IE 23kg #ifR) & HZ-
Pt 1 @ TN s g 5 U QTIN50 4 1] [ = Gl
NTEF LTV > Teh, M (Table 1) T
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Table 1 Laboratory data

Blood test On admission  Before catheterization Before CHDF At discharge
WBC JuL 4,010 3,480 6,740 3,370
Hb g/dL 12.6 13.9 14.6 15.7
Ht % 46.8 47.4 51.8 56.6
Plat X10%ul 15.8 11.2 7.2 11
PT-INR 1.39 1.53 2.18 2.74
APTT ratio 1.27 1.32 1.52 1.68
TP g/dL 7.1 6.5 6.7 6.6
Alb g/dL 3.7 3.7 3.8 4.5
BUN mg/dL 36 40 49 30
Crea mg/dL 0.9 0.79 3.86 0.68
eGFR mL/min/1.73m? 60.6 69.9 12.3 82.4
UA mg/dL 7.4 7.3 8.3 7.6
Na mmol/L 135 141 134 139
K mmol/L 5.5 3.6 4.5 4
Cl mmol/L 103 103 94 102
Ca mg/dL 9.3 8.7 8.4 9.2
Urinalysis
A/C mg/gCr 150 ND =300 150
Occult blood (—) ND (3+) (+)

ND, no data; A/C, albumin/creatinine

BUN 36mg/dL, SCr 0.90 mg/dL, BNP 66.1 pg/mL (i
[ % T & 200~300pg/mL) & /KA iz 38 8 7z
CRP 8.51mg/dL &R TH D, MWARERE 2z RED
NARELTz.

A BT % O #238 . sulbactam/ampicillin (SBT/ABPC)
DG L (100mL/kg/day) ZBAkG L7z, ARi#
HICI3 A LAIIRE BiF & 750, A3 HBICHES
i (60mL/kg/day) 1228 L, ABt6 HHIC SBT/
ABPC Z ik U7z, UL UARE 7 H HICE IR O 7 /iE
NIREPFAODHBI L, 1AHE 24.1kg EHEMZRD .
DI O— A THELE L, furosemide D ik P 4%
BITOWREEBERML/IZE DD, (AEIZ 24kg
Hitg & 2t 2R Eh >z, AFi12 HHIC BUN
29mg/dL, SCr 0.66mg/dL & [ii/kpt FiZeksE Lz &
MD®, BNP 376.2pg/mL & L5H L, BRI
i, MROHHEHO, HONEOHEL K LT
W Il & @ furosemide & spironolactone % 30 mg/day
MDD 40mg/day ICHE R L7z, D%, {AkE 23.1kg %
T L7z T HiIIZAEE Y, BUN 35mg/dL, SCr
0.81 mg/dL & [Ji7k T & EHRED B2 5R 9, FIIR
HOWREOAROMEICK S, Bififmkd - BiEiz
JEDIRAEL E A BTz, SpO, 80%FEEEICHK LT Hb
12.5g/dL EHDHAVEM & FIWT L, ARt 18 HHIZ AR
BRI 2 B2 T Uiz, Z D% EBRESS TR
#HE9, APt 20 HHIC milrinone 0.3 pg/kg/min O
G L7z, ARt 22 HEH2 DS furosemide 1 mg/kg

ARNRBERSBSFRIME £36F F£25

DEFIRNIZR G OG LTZPREDIIN &, ABRES T
D EZRSD Tz, [AH milrinone % 0.15 ug/kg/min I
WL, AB¢E23 HEICHIE U7,

BIE D AT EIREZ 30 LG 7 8t 2 et d 2 HiY
T, ABt24 HEICDIEA 7— 7 )VIRE Z [ifT LTz,
ARG 4 R F A SR E L, 35K 40mL/h T
Wil T 2. WA iohexol 2 L, #5E07
ERERREENTN, A= 20mL, FAEHR 10mL,
AP KEIR 20mL, 4 BT & v > b 15mL, KBRS
15mL D5t 80mL (3.4mL/kg) ZMEH L. h7—
TV « Bt & &I E K FoARERZ 7R
BEIREEIFZGE LT W e, MEREERD S UKz ff
ML, BREREIMENEFARERZ>o, Wiz 3
S 5mL/h I L z.

MEBRHANSZIKRE R, AT 30K TSCr
1.62mg/dL & FRZR®, CIN L2l L7z, FlRE
*® milrinone DK 5K IHE T, M 48 R
SCr 3.86mg/dL & & 5IC 5L (Table 1), pH 7.198,
HCO; —11.9mmol/L, BE —14.8mEq/L & & & D {3
MW7 Y R—2 A%, 25 OTEERKIEKIFE &
BLTle®, A7 —T7 )Vt 3 BRI e %
#T (continuous hemodiafiltration: CHDF) %3 A L 7z.
AT7—T7TIVREBEMBOESEMEAE | &K 130.5cm,
K 23.3kg, fAZ M RL0.94m®, BMI 13.7, Al E
—37.7%, REARNHEEGEIHFEZEALLTVS
LEDD, [EEFREIEAETHTEN A L X TOSTT
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TLREYINZRO T, D90/ « %, BBl
89/54mmHg, SpO, 80% (HEN%XV, 1Al 36.0°C, B
A, P e FREOTRIEE, MEeE 1 i
Levine 4 FEOEEMEE, EA#ES 2 IENC Feama
DH2Z TV w7 ERIEN, TGS 0.

AT —TIVREFTOREMR | DA T — 7 VA

HTH DI #RA (Table 1) T, BUN 40mg/dL, SCr
0.79mg/dL, SCr 2 L H#EE L 72 RERIK B = (eGFR-
creat) 69.9mL/min/1.73m? &, R DOEERE &
Tz, BEREIRT 150mg/gCr DR T VT I VRk%E
R, WMIBEMEZZ > 7z, FRHOK X #7 (Fig. 1A)
TlE, DIWFEEE 63.3% &EHIFRZERE & [ARED

Fig. 1 Plain radiograph of the chest shows exacerbation of cardiomegaly (CTR 63—65%), lung congestion,
and bilateral pleural effusion, before cardiac catheterization (A) and after initiation of continuous

hemodiafiltration (B)

Y PED Echo S5 TISO.7 MI1.4

Y PED Echo S5 TIS0.6 MI1.4
$5-1

TIS0.4 MIO.1

Fig. 2 Two-dimensional transthoracic echocardiography showing dilated inferior vena cava (A), inter-
atrial right-to-left shunt of atrial septal defect using pulsed mode (B), dilated both atria (C), Blalock-

Taussig shunt flow using continuous mode (D)
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Fig. 3 Clinical course of the patient

CHDF, continuous hemodiafiltration; SCr, serum creatinine

DIERBIUTHIS st Th -7z, ABE22 HHOD
DII—METIE, TRERE 149mm 45K L,
PR ENE Z Lo 72 (Fig. 2A). iDE DIERZ
2 (Fig. 2B), LEMAGEE 8.9mm & F/NTH L
i Td -7 (Fig. 20). £i BT ¥ v ¥ MIfifid AL
IR E7eh (Fig. 2D), /£ BT ¥ v 7 M
HTcEiahoiz.

AT7—TIVEREMRR : A& 2.7 L/min/m* & {7z
NTEHO, MkimiiEL 1.6 & imEEL 27D 7.
HRENART-A ) 40 mmHg & Sl T - 7ehy, FifilfiE K
§12.8unitsm? & FRUTH ST, w@fifil i i & i
JEEEZ BN, EEIEARMIE 16mmHg, 1757EF
Y 13mmHg, R4 13mmHg & EALTEH
D, KEEREEORENEEDN . EE T, A%
B HIER 55% L UHREIX RN TV Tz,

CHDF EA L 5 D#2@ (Fig. 3): CHDF & A K D ffg
X AR (Fig. 1B) Tl&, DIELEE 67.7% LOHEKE
KURi S - DR & Wik %2 8 7z. CHDF i
BERICI TS, W5 L2728, CHDF %
—Kirplr L7z, LA L, ZO%BIEROSEEN TV
Teb\ o fe AlalEg 2 B U 7z, CHDF Btz 00T
O—T, FREIROMEM & Al OmiEz 728,
il & 2 MmENTRONEZEE, FHROHERE L
milrinone DX EEIT -7z, TIA IV I REHA
HWE D B ARIMBRIRICZ T U, ik [E 5 7% nafamostat
mesilate 7" 5 heparin sodium ICZ° % L 7z |- T CHDF

ARNRBERSBSFRIME £36F F£25

(day of'illness)

ZREALLET S, JEROFRZRD AN > T/
Brokzhlta Lz, ZOH%EMERLE L TWzkd,
i 2 9 U milrinone Z B8 U7z, RA MDA
HEDMBIL, miffE cl S g 2 B L 7272,
Jifi 5 o il #4582 FE WV BRAKGEE 2 F TR L Tz,
o, MEBEEMEOTTERRT VT IV IMIEDE
Z &% L, prednisolone 2mg/kg/day & 25% albumin
D5 217 > 7. CHDF A 2 HHIC 3B O 77
SN R 3 2 L, Il A7 A T pH 7.334, HCO,
—19.4mmol/L, BE —5.8mEq/L & {X#1E7 > F—
ADUE RO Tz, Bk TRRKHEE Z R 720,
ZOBRAICIMED B U, UM+ 200 mmHg
L EMEZ RSz, BRkidEE % FiF milrinone 721 &
L7 L7sWz®, nicardipine hydrochloride ©
BhHzZBBLIE A, MEEEFRICSE L.
CHDF ¥ A 4 HHICIE SCr 0.97mg/dL £ T F L7z
LOD, pREGEIMER 7% BKO TR 22T
728, iz e L, FRKEEZ ETTTRIS U7
CHDF & A 6 HHD 5 M RIEDIR G G288 %
X5k Tlz®, ¥A 7 HHIC CHDF Z—Kil
L7z, ZD%E SCr D LK@ & F—2 AD
7R <, HJIRT 3,100mL/day & &Rz T
Felz®, HA 8 HHIC CHDF Z#li U7z, Bt e
B RE DB Z RO A 72 <, CHDF OfFEA
B e Ulsno o, SBEERFO B HHES X UIRATRIE
ARt & AR IS 8% LTz (Table D).
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zZ £

CIN D IEfERFIERIT IHAETE RHTSH % B,
O A D5 K O B IME OUHED 5 B i & hME
TLU, BRIMI>EBENEC D, @iEANC X 2R
EANDOEZNEEESY, O—BLEEKFN - TV Rt
U Vs EoimEFEMEEOZE LD 5N, T
NEDOEEMZEKTCIN ZHIET 2 EEZAO5NT
W3 Y., —7, CIN DBEHERERTYENTSHD,
BRI IE SCr & CIN FEJEMN 5 3~5 HRRICE — 7
ICEL, 7~14 HZICHIMEICR D ST 2 IERH 2
{, BRZETZHIZ1%AKIMEENTHS Y. Ly
L, B9 % EIE CIN OFIEIXEWVIELTRD A
LA OEM L EBH#H L TH D, ZOFRIET NI TEE
TH5. CINICIE, Bk, FIEOAE, EEHIRG
RO BHSAER ORI 5, &lfl, EEAIORS &
BEZDVRIT7 I Z—=hmdHD, TNENHEL
IMENCAER 2 2 EDFISNTWS Y.

AREGITIE, TNETEHEEOMEICX S ARNZ
<, ARERTRN) S BUN 25~35mg/dL & 8 THE
WU, DS T — 7 VAR TE L OBOKE I 7
WEHIWT U7z, 2R R 0 R I AT DR 2SN
UT, A7 —7)VERTH E TV— 7 FIRESD milri-
none D H&EPEL LT\, H1T7—T7 )VRRERITH
D Hb 13.9g/dL I3 F 7 / — X DRV ERE TR IEHE
TH%H, CCHD BFICB I 2 EBENEI/ O L Vi
FE i LIHRG © 5, SZKNE 22.0 g/dL RERE AV LSS
CEE N, MR ZkeE & L.

AJERNZ FEICINZA T CN Z&ff LT, CN T
WWEARSMRZ R L, BEEREANETT 5618 H
B, AFEFITIEEARIZNELTIHD, eGFRcreat
TR U 72 B REREIE CIN D) A7 & E N5 B iaeksE
# (eGFR<60mL/min/1.73m?) ICIZ#& Y LAkh >
7z. LML, eGFRcreat lX[6l U4 « MR DM
AR ZRRICUTHREIN TV S 20, Mk
K TRAEEIEAMEV. CCHD 5 TiX, S0 Wns
s 2F7 / —ER0OALRIC & D EEH A HE DMK
<, [AMEAR & L U C/IMA TR BV D R Mg A &
% 7. #Di-8, eGFRcreat TEH L= BRI K
Al & 75 2 TREMED R K, BERERE RO GO Z AR L
D5, CINOYU A7 iR L Tii- =il 7z L
TLESGRUND D TEEIRETHE. Y ARFV
C (cystatin C: cysC) &, #Fiin « MRl - FiN O
3472 <, cysCIC & % eGFR (eGFRcys) & eGFR-
creat 7 L U7z eGFR IZ & D IEFEMEN B0 T2,

CCHD 2 # OB #EHERAf IC SCr & D cysC ZH#E3E 9

ZHELHZ Y. KEFITHT—TIVRED S 1 4%
IZ SCr & cysC Z[AFICHlE L7z & T 5, SCr0.80mg/
dL, eGFRcreat 68.3mL/min/1.73m> & A7 7 — 7 )Lk
A L R FEREORIETH > 72/, cysC 1.53mg/L,
eGFRcys 47.5mL/min/1.73m’ & eGFRcreat & Jeff L
THY, FHL L eGFR & 57.9mL/min/1.73m* T
HY, HT—TIVREROEHEEE CIN D) R 7 #E
THHAREMEND 5.

e, EEARGEOME CIN OFIEY A7 %2
FDB 18, FHEZSER/NEE T2 ENHEEX
NTV3. JmAETARGEOHEERE LT, —ki
113 5mL/kg/SCr (mg/dL) AMEEENTED ¥, C
AUTHED  EAYERI TR L 723E52 5] 80mL (2.7 mL/
kg/SCr) ARG REOFMNIZ >/z. LML, SCr
NI E I NG 128, ARERID X 5 I1/MA T
WEOVEVKA CCHD H TR, RAEHAHRS
w2 KFHE T 2 ATREMED D D, eGFReys D &K 5 I
AR OB DIZVISNA A — S —Z2 W THEHET
HREENEZ BNS.

FIE CIN OFEGEY A 71T % 513D R0,
TR (1 BRI B AT % O FSE CIN IS DWW TR L7z
HWROME 1P TIF, FEIECINKEDY X7 7
R—L LT, Wi, &t BERE, T —T Ui
DA, 5 > IPOARE, G AT OB HAER
= ORBIRN SIL— 2V ¥V OB E R 2T T
BO, BHReEEOEEENE L, HERIENNLE
TRIERNE EFBNTPEA RN E Mo Tz, RGN TR
AT 7o x—=RAaA7{tl, ZOEFHRAATHMS
HE CIN OFJETHPRZHE L TV 5. AEFITY
RAYAAT ZEE LIzE T A, Brown 50 1V T
WU RAZ AT 65T, BIECIN CHH OB E A
%, SCr ® 2.0mg/dL ¥ 721 50% LA Lo L5) D%
SETIRIE 1% K72 572, Eiz, Teai b OHE
TRBHEAY A7 237 1 THERBEBY X713
0.05%, Mehran 5 OGP TIEY A7 237 7 4
TENMV A7 012% VT NEKNoTz. TNH
U2 7R TFOEEREDS, BERE (Ol MRI R
TR E) OFERPELHNOREGE - RGO OFIR
E, FEOBEIEIAEL MW LV—T « >V ThT—T
Wk 2T 57z, UL, #RE U TENEET 5 H
JECIN ZRIELTHD, ThETHEINTEZY
A0 T 77 Z2—=LNDIRKDEEG LT 5 A ReEN S
AbNhb.

AR EAEFI TR EL BB M E LT, ANE
A CCHD & TH O CN ZE L T =T & W%
FHha. A CCHD H351d, BRI

© 2020 Japanese Society of Pediatric Cardiology and Cardiac Surgery
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FEZIRRELE WS IRRE NICH D, ThEGANC K 2E
B OEEEEZBHIL, & 5IC CN I K % RERAAEA
RIRMERESMDS T T, CINODEELENKD
B EozafEEEAE Z 5%, CCHD & T,
MARTERFESRD MO Y X7 75 E SBERMTH NS
BEEDIR0DY, 16 LA LD 60% ICE RS 5 W)
MRAFED 5N DWEEH D P, KBWD CN
FEGI & ML EAFAE T % L HEJI X N5, CCHD #&IC
TS BEHAOMLMIZ, CNOAM L RHEICHE,
IS HEICHETS 20BN H 5.

eGFR 60mL/min/1.73 m* il OB HERERE E T,
FIfOE AR D11 T O PR AR IR D HER S N T
W3 Y. RERITE, RO X 5 I eGFRereat THE
HUT2LL EICBEBREME R LW zrlREED B D,
A2 OEIRIC & D CIN DIEIER VBT & 7=l REME:
NHs. LhHhL, CCHD B#E TIIFIRHEDIL 5 7% T
FTEOALZAEHLTWA T EHEL, ERMOmK
B K2 0N EOMENERI NS 2, fMilED
FEENRETH B, 17— T IVRERE D )L— TR
HOMAIX CIN DML LY AT T 7 7 Z—TH%
MW, PRECEROERZIT O FREEEZ VT, IR
|7 300mL/RELL BRERT 2 X 5 I BIERIC X %
ik & BER IR 7 furosemide 5 OFF & (Renal
Guard ##) %175 T & T, KRBZ-0kR D 7%
CEFIC CIN DFEZ A REICHIZA N5 T &hHE
ENTHL ™. CCHD BHICHIF % H M7 CIN D
Tk R 01E%.

#® &

H N\ CCHD £# T, CNHINIE M DR
M Z ks B HEZH I 2 2 N2 L, EHICHEA
POAZITH S 2 F RISk E £ 5 CIN D
FIEV A7 WEENEFEZABND. EHIC, CN AU
TI& CIN FEERF O HIEEN K 0 & < &5 el &
D, WEEAZENT 2 BRIGEICPHEHEZZHTED
HEICHET20EDD 5.

FIEER
AFNE DO TR TN E R (COD 17w,

EEDERE

EARREKIG TGS & U TR ElZ T 72,

NHYIRINE RSN T 2 N RS2 T - 7.

TEFFR SRS D EEIZAIN N A B 2 HEFIR I By 5 L 7.
BRI S O E LR A INNAIC BID S IR B 5 U7z,

ARNRBERSBSFRIME £36F F£25

LR THEZ TGRS D BB A B D 2 #HEH AR B B 5
L.
SHPRIEERSC O BRI D 2 IR B 5 U z.
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