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WBRAEVERFAE (LB fC R L 0 T8I » BB L, 12
tEDBERE I L2 FEMHETH S, BERMICRITL T
YIRTRIEL, e CHlRARKICERL, BR2120
LAREBAERTIENEZV. BIRENEFEIEHTAR
20LEL2RALEShTE ), RNELIEOFILEIHE
ABEDOFRERBOFE—(E LY, L BMINEEERL
T D, WRRWETEE O FAE « AEMR IS (IRRHE, MEERT
WLEBkENIME D v o — L0 REMEELER
ENATWARIEBEBDILVWEZATHH, MAT
IVE, SISMIE, £EBEMING EORMLIgHs h
TWaY, £, FERARKMEDShB LY, AH
T DRBBBIZEMDZ LY, HEOREMN—HDE
G TLAI S B ELLBIEINT bTO—HT
HoEMEREhTVS, BREOL TS, WERHHTHEI
HHELZ ABHETHRIEUTH oM b O v,
PRAE LT & L OlmIRE, WIS, LMW, SRRk
Mk sS4 2 8z T8 &2 )nA, superoxide
dismutase 2", paraoxonase2" /s FDfi{Lx b L 21z
ML L TO2BIETFEMRAEREORM LGS AT
W3,

Mbx b Lz i3, EEofLRIEE B ERIED <
7 7 AN CEVRELERI N, AE, Bt
A kL R OTCHE A BER A E O/ T Y KSR
TORGE - ERIZEHC b -TWBE I LMAS Iz »
TETVDY, GMPHREILEVLTE, #94—aRH
DGR, #ARLEY (advanced glycation end-
product : EI'F AGE & 88¢) OFiks kX AGE F&
{k (receptor for AGE : LIF RAGE &B4d) oopy',
PR2 2P TREROMSY, TLTFeF v 4 -

Y COEE ZHIZE S nicotinamide adenine
dinucleotide phospate (LI'F NADPH &B§d) # % &
¥ — ¥ DGtz X 2GR AL R b L 2 AL
EOKINE LTEHE ATV S,

NADPH # # ¥ ¥ —Fi3tfthikp=707 » — ¥ i
EOTAME, T LA AR, W2+ v ¥ o Afifarn
EIBOVTRA= =+ ¥ FEEEL TOAERMRET
H 3", NADPH # # ¥ ¥ — ¥ {3 X A 2 o ulcif
ROMEATE D, QIEBBICHELGRE Yk
EXA 0N TV AN, RBERIGYEAHE S Ml LR &R +
b7 o =4 b558 % fEk 4 5 gp9lphox. p22phox,
LU sy @I fF&£F 3 pd7phox, p67phox,
p40phox & & ¥ small G protein rac » Sk & 1,
T? 5 5 p22phox DE{ENA R EA HFREE O KA
THHIEHNHSATVEY, £#: 20 p22phox 1313
aHfaf, MEMERICHKGLAoy£-F2 b THSB
TEbWomzanTVS'™, HE, NADPH A % v ¥ —
+ p22phox C242T ft iz T % K A< Bk # e o0 ST
EZOMFLBUBMEEILE L2 -1"—FF 2 FD
AR L TS LGS h, AZROMTRIIC
BUHZMENAMEB SN B X524, & SICBEIRE
HEFEIBIL T Etoh Sic kb, BEEES » blzbBLT
WA ¥ LHIBAIC p22phox DRMAE WH o h
L EMEEEI R,

—7i, AGE (3 BRFBMEMEINGE, P okl - g
EUL—NELBEMHEREN TV S, AGE DL
& L, BNy — v »PEAD
REETENKIC £ B MIROMREA = Y » 7 A ELE AL
DHIBBN 2 A =X alcinA, AGE 2458 7~ F

—=T29=



R 821 % (CFMITH 3 H)

&4 5 AGE fiRIERERTHFERICL » TiftEh 3
ML EORIFNEZL ShTVa™, AGE # RNHI
FEZAKIZIE, RAGE %13 U 60kDa # 8 oligo-
saccharyltransferase (OST-48f"., 90kDa & A 80K-
H?", 32kDa HEH#H VI F 37, AANr Iy —FEH
k7 > 10 —2352A®, 75 2BYALMBASATY
A. RAGE (JIMTAIE MR, EAtTmMta, T+ ¥
o LIRS S RBHEH oI, LRNRETTCIRE
DFEBUIE AL, AGE FHISNI T2 RAGE DR
HED ShERFBIRETERMMEI NS Z IO
THEN®, £® AGE-RAGE % ¥ 7+ W HsBEERAE /N
MEFRHFME LTV EEL SN TVLS™. RAGE
BEETIEBLTEO#IETEZHOWE2HH 51,
4 v boviciitd s GLT04T B a1 % B BRI
HOMPDMEERFR, AEIRELMALTHEIL
MEREEINTWAE™ Y, XLIZIFHE, AGE#I#IcL 3
RAGE OrEtERE#EE(I NADPH A ¥+ ¥—¥ %2t L
TOLBIEMFRBSHTOLSY,

£ TERBNNTIE, BAA2 MBERBEEHR &
L, Wilk#EHEICEIZ NADPH A ¥ & ¥ — €
p22phox # {7 C242T £ B & RAGE Mtz F G1704T
Z£RIDERNEZIZ>WLWTRIL 1-.

XMREAE

1990 £E & ¥ KjE # S {RBEEEL IS TE NI H KL TEE
BEEshTE, HRREEN (WHO) ok
ko Blsh 2 UHIRAEBH 60 HEHRELE LI,
O BLTFICRTEELEE/¢ 18] AEXREH L
LTEEL, BRRETESCLVIERE 1088 (Fv—
7 N) &, BERMPERHED REEAER £ 180 251 TR 73
B (Iv=7D) DB HPILL, FA—-7 NEL
ToER, T4abb, 1) 2BRKIRHKEEHSHATIO
FLESALTEY, 2) EAMNKRINM LS L TIEXT
NWTIVvIRTHHBE, EHiTbOELL, —F. ¥
w—7DRLFDER, T48b5, 1) EHBHEDQ
LHOBMTIESTLVTI YR (ZF—-20) 502
BRTAVTIVIR (RF=V 1) O, 2) ZHME
s, ER7TA7IvR (RA7-Y0) ho@ET7
R (RF=-91) dA0ITMEAK (27-22),
FEVRERTLT I VR (RF—-¥ 1) hoSatEHA
R((ARF=¥2) T LABHE Elitdbod Ll
BEDZRF— CIHRBERTL T LK, FRT
N7 3 /K<20mg/gCr 2R F -V 0, WMig7Av7 v
R 30-300 mg/gCr # R 7+ — ¥ 1, itk & [ E>300

mg/gCr 2R 7— 22 &ML, #itma7 3~ 20-
30 mg/gCr DK HIILH G RMMIE & & L AR H
SRERA L 2, BEIRLEIAOERTOBRELRAT L
iz, FAMGAIMAR, ERAMARK, KRB & 2@
PEEHIBHEIERRA»SEEA L, WERGPERIGE
2, Dl Eb R IRHEICL - TERL A,
PHRRHERGE D 2 5 — I3 BEpE, fifkonib: kiRl
ICSrREL /-, HbAlc fif, I6%M, ME, Mitvar 7 v
3 &b LIS 1 BIRAIE LA, BHER NG E 1 2E 0,
RS2 Body mass index (UL F BMI &B84),
BRI OREMIIM, HbAlc i, m/T, iER, &
PRIGERTIREL & ok 7 — 7 REHHZR LW G, 1~
Za—=LFI ey RANKEOBN WH, +~xXTO
TR ToORMEERYIL 12 L TEHE~DREEGE
HE D, KWRO7 o b 3 - 3E LSRRI
OREBEALSIZ L HREANT.

BRERE L p22phox TR L RAGE TR ORIR

DNA (3 181 #OMLEDREMEMER L O Al « Hidd
L #:*, NADPH # % & ¥ — ¥ p22phox M#{z T C242T
METHEREL 7Y v AICHEELTED,

Taqman polymerase chain reaction (EL F PCR &
Btd) EVIc X DEIE L .. Forward 754 = — (2 5-
TTC CTC CCT CCC CCA GG-3, reverse 754 <% —
(2 5-CCT GGT AAA GGG CCC GAA-3=([HIHL, %
72 T-7 L VR 7o — 713, 5-Vic-ACA GAA GTA
CAT GACCG3 ; C-T L L HBREN 7o —-71d, 5-
Fam-AGA AGC ACA TGA CCG-3'%{#/i1L 7. RAGE
WL T GLTOMAT B{ZTERE A » Fo r TIFELT
4, BIL ¢ TagmanPCR & i12 & 0 [aE L #2.
Forward 7 5 41 = —1{3 5~ AGG ATG TGA GTG ACC
TGG AGA GA-3', reverse 7734 <=—1{35-TCA GCT
CCT AGCCTG CCT TTC-3'%2{ER L., £/ T-TL A
TR 7 o — 713 5-Vic-CCA TAA CTA TCA ACA
GGG-3 : G-7 L Af5N) 7 o — 7 {3 5-Fam-CAT AAC
TAG CAA CAG GG %M L #=. HKIGH R
Universal Master Mix (Applied Bio System ; USA)
125 pyl, #3514 v—¢# 225pmol, 7o — 7#& 5 pmol
L, BRAKEMATERT25 ul & LTRIGX B,
PCR {2 ABI Prism 7700 £Hl\TS0C2 2 14 1 7 A,
95°CI5 52 1 %1 7 v @ik, 95°CI5F, 58°C1 %5
(p22phox) /60°C 1 43 (RAGE) % 40 41 2 L TCiT»
1,
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AL : SRR FIAE & B(ET 5 5 & ol

FEEH 2RI

EMERDF v F 94 X331 oy bIFEE L EICHE
SLL 7. p22phox IBEL T, 4 oo hHETI}
CT+TT DEEZEDHER 7 v—7D T0.10 TH 2D
L, V=7 NI$028 TH-7, Tl 2T
DHBIZHEVT 0BORE N TH T L ELGE 220
KLREY TN 4 X169 TH 7. %12 RAGE
LTI, *1 ey FHIRETIR GT+TT DEREOH
HEIrL—7DT030 THB0IHL, YA—7Niz
0.13 TH-t. COffity 2EMDHEICHE T 80%

ORHBATHEREREBLLDICHERLY Y4
ZWXT72TH1-.

TRTOF— 5 GROHEFEEES LTRLE, ¥
B o&EHFHHAEE R Student t RED 2 W i3
Mann-Whitney UREZ{EH L. BEiIcs3a7L
VELRBEFERNOHITFORBICE S RELERHL
. aYRF g 7 ZEERMFEA  THOHTB &
URET 284 2 ofhoERET ORGSO Filic o
i, TXTOFGHFENIRITICIE Statview Y 7 b9 2 7
(Ver5.0J, SASA YAF+Fa— itk KREHY 72
w=T7H) EEML .

WX KBROBRNTY

Group N Group D P

(n=108) (n=73)
Sex (M/F) (n) 52/56 39/34 NS
Onset age (years) 443%7.2 452+8.2 NS*
Disease duration (years) 184*54 185+55 NS*
BMI at onset (Kg/m? 234+37 24.0+32 NS
HbAlc (%) 73%11 80%1.2 0.0002
Total cholesterol (mmol/1) 5.11+0.73 515*0.78 NS
Triglyceride (mmol/l) 1.25%0.73 1.53+0.97 0.0137*
LDL-cholesterol (mmol/1) 3.08%0.71 3.06+0.74 NS
Systolic blood pressure (mmHg) 1340152 1496 18.0 <(.0001
Diastolic blood pressure (mmHg) 812188 8621+95 0.0004
Retinopathy (%) 67 00014
Medication (diet/OHA /insulin) (n) 43/36/29 9/29/34 0.0002

BROYMITFN £ BHERETT. * Mann-Whitney U test TRt L 7=, OHA @ ST Mutis T
(Matsunaga-Irie ct al : Diabetes Care 27 : 303-307. 2004 Table 1 % X 0] %13 CT4Edk)

H 2K p22phox C242T & RAGE G1704T o F £ RIDHiIE

Group N Group D x p
p22phox242 cc 85 (79%) 66 (90%)
CT+TT 23 (21%) 7 (10%) 4,318 0.0427
RAGE1704 GG 94 (87%) 54 (74%)
GT+TT 14 (139%) 19 (26%) 4.987 0.0313

(Matsunaga-Irie et al : Diabetes Care 27 : 303-307, 2004 Table 2 202 TER

—T31—



BHEY 82%1% (EMITEI H)

Bax HREHEMEGREFOo Y27 4 » 2 Zililolk 2T

Variables OR (95% Cl) P
HbAlc (%) 1.50 (1.10-2.03) 0.0089
Triglyceride (mmol/1) 1.01 {1.00-1.01} 0.041
Systolic blood pressure (mmHg) 1.06 (1.04-1.09) <0.0001
Retinopathy 1.87 (0.89-3.91) 0.0976
p22phox CC 245 (0.85-7.12) 0.0991
HbAlc (%6) 1.54 (1.13-2.100 0.0069
Triglyceride (mmol/l) 1.01 (1.00-1.01} 0.0639
Systolic blood pressure (mmHg) 1.06 (1.01-1.09) <0.0001
Retinopathy 1.85 (0.88-3.91) 0.1049
RAGE GT+TT 247 (0.99-6.17) 0.0522

W IER - RIET, REATIN,

2k BMI, HbAle, oL A70-0

chis

B, WEIME, BREOHE, p22phox LU RAGE BIZ T2, @4 K=

0, =1, p22phox BIzF£%X : CT+TT=0, CC=1

GT+TT=1

RAGE #{zT#3 GG=0,

HA4X HBEHHT S p22phox C242T & RAGE G1704T BET S MNO#MASH H OHE

p22phox and RAGE Group N Group D L e p
CT+TT and GG 18 (17%) 54 (5%6)
CT+TT and GT+TT/CC and GG 81 (75%) 53 (73%)
CCand GT+TT 9 (8%) 16 (22%) 10.338 0.0057

(Matsunaga-Irie et al : Diabetes Care 27 : 303-307, 2004 Table 3 Z3Fn] %% THif)

o X WRFAHPHERRKTOe 2257 ¢ 2 7 XTERS

Variables

OR (95% CI)

p

HbAlc (%)

Triglyceride (mmol/1)
Systolie blood pressure (mmHg)

Retinopathy

p22phox CC and RAGE GT+TT

1.54 (1.13-2.10)
1.01 (1.00-1.01)
1.06 (1.03-1.09)
1.78 (0.83-3.80)
293 (1.34-6.41)

0.0034
0.0388
<0.0001
0.067
0.06073

Wy ISR RAESER, RESTNIN. 2HeR% BMIL HbAlce, 8a v zFo-—u,
thiglElf  BIRGED A, p22phox and RAGE B{ZT- %%, W&HHIWTE R?

(IRERED =0.267,

p<0.0001

HEMED 18 =0, =1

p22Zphox &

RAGE B{zf%#% | CT+TT and GG=0, CT+TT and GT+TT/CC and

GG=1,CC and GT+TT=2.

(Matsunaga-Irie et al : Diabeles Care 27 : 303-307, 2004 Table 4 % 3§77
EGTER

—T3az—



ATL : BERSHEE & G £ 71& DI

B =B

Wl RECEB LB EOBKRNSEMERL 2.
HbAlc fill, REE, WE, BERMITENENE, $RUE O &
ZOUERT— 7132001 HCHEL L bo2{ER L L,
PHVRISEEE SRR, RARA IS e o MEW I,  DEbRIG 21N
IO BMI, 3L 257 0—-ABLUTLDLIVRFO—
wIZBL T 2 BRI THEL ZRIEZD L » 1258, M,
HbAlc fll, ¥R, MRGEL G+ sLE0H S,
HIRIGEREOBER 7 V-7 DIcBVWT Y L=7 N
L bfiEICEsEERL,

A BIEIhoSDBEETFENORAETR2 RITR
L7, Z2HOHIT Mg H T Hardy-Weinberg @
iERNCBE L TV, p22phox @ CC, CT, TT @Y
S84 TOREE, FL—-FNICEWT 79%, 20%,
1%THYD, F=7DIcEVTI0%. 8%, 2%T
Hotz, CTLN, TTLLOHIBERZZ7v—7D T9
%EENTHAIDIZHHL, FA—7NTIE89% & 11
UWTH-1. TTH /7 74 70HIER DItz
GRIELE CCHBECT+HTTHOZRICRITR & &
Lz, CT+TT2HIER /- NIZBLWTIL—-7
DEhHBICSESRLE (2% r'=4318, p=
0.0427, 2X2), MAT, VHHRHKRBIETM, WHRHNSH
EORERI, FEIREZMMN O BMI, HbAlc i, &=
VAT a—=fl, thebBEREE, UL, $EERAE O 7 B,
p22phox ML T FREMIAMELTO VR F v 7
Lilihianth 5T -7 A, HbAlc i, W& HIMT
(i, chtEiaihfA I BRE T o 6, T 2
UREBRRFTH S I EhR&E s, p22phox CC
Ry LeERET L S o huh - (3.
RAGE @ GG, GT, TTo+ /447088517~
TNREBWTETY%, 12%, 1% THY, YA4—7D
26T 74%, 23%, 3% TH-4. G7Lw, TT
LIVOHEIR 7 —7D T 87%& 13% TH 201
L. Z0v—7NTIRBULET%TH-I, TTY/ ¥
1 7OHMERDIEhtotoh, GEHEEELZGGRE
GT+TTHO2BIZAIEILELE GT+TT OH
R 7A—7DIcEVLWTI/v—7NEOTECSHE
Al (B2 x*=4.987, p=0.0313, 2x2). i
T, NidEONHB L RAGE B -2 My 2k &
LToYRT 45 2 FiHarEir-7 &2 5,
HbAlc fili, I0E W MUT il AB R 1 T E O Fe i, B
1B 297 L 12 fERRIMTTH 5 2 LAl d htz i,
RAGEGT+TT @ L 2GRN T & (28 o hiim -
fo (3 ).

RIZCho 0BG T2ROHA bt & BIKMHETE
E DI >OCTHITE{T- 10, 52 LUt it—
EINSDH 7 54 TOHA b E BN T o i
EPHT S5GRIATELT, Y 228 (p22phox
CC & RAGE GT+TT), thv 2 78t (p22phox CC &
RAGE GG, p22phox CT+TT & RAGE GT+TT),
ity 2 2 B (p22phox CT+TT & RAGE GG) o 3 #i§
WMLz, -7 Dick it b p22phox CC &
RAGE GT+TT (39 278 oMGE 77—+ N iz
EBLTHiEaiznl L (*=10.338. p=00057.
2x3) (WAR), MATe ZRF 4 » 7 LA
Zfr-»t:& T A HbAlc (@, orbERGRGNE, I UIIMITE 8
I2MA. p22phox CC & RAGE GT+TT O#lA &b
b LAGREAT THEEMED SN T
(p=0.0073) (F5XK). ChoDfERickH ot
T2 ROH A Sh e TR PIVETTE O AR 50 5
MELGERINTTH S Ehmani.

ZE =

PEER A3 T AE (A REPRIG B E D TEIND 10~15% % 4,
PR S OHEO DT L FEREBES 2 BN KB
—2TH5. TOREICIGBEEEOM G AME &
S FLBAMNGET RIS ATV B, RRKN T
HEDFEE » B2 M Y bo—n, ME2 Y Fo—
AL L THAZEEDAILE232A, ¥Hbro
—HE L TRHZM RS 3 & TR LB LTS8 5 6t
TAEI L&

FEUKINVETHE (REBIREIC T A 7 3 VIRTRIEL, B4
CHEFTL T AR - 28 \/ERd e nsn, 28
BRIz LTI, 707 YIEERELEBFO
20~40%2 5 ~ 10 EDEB THM H IR Ic I+ 2 &
DD, TOHK 20 FEDRISKMPFREIc A Dl 20
REETH 2 LHEShTVEY, HARA IR
ECHET 2600, hOBRBOMELMEENS
DELEHH Y, EESHE FI DG PERSEE L
VWEENTOVEH, FAXTOEHFIITS S EEHBTH
5, TOTEWE, WEHR. MBE2 3 Mkt
i KR MR, RROITH), RIS E28E
1 U CESH NG AS Fan 8 2 &A%, BibRYGH:dgna
TSI ETRHEIC RITL T L 5 & & 0, HibRIG
Ve DBKio LThRETHE L N TV SN, #INE
R 2 RIBRIRAGR ISP RE M L 70% (2 BELR #
A LD LOHELH O™ RHAELFVLAL L,
TCTANRTREREOTEELARF LG4, B

—T33—



RIEERT: 827% 1 & (P17 3 H)

HEBH SHERMHNRE L EL Sh AEFIZERT 572
», 10EREEOT7TLVT I vIKOEHEB-72, 0
thTiit 7 7 3 AROFNIAEED Sh, SERAIETE
OEEEEZL SN WHEMITIE (XL -7 D) &1
TLTIEE#H (FV—=7N) &LETHZRERMCIEEL
&S A, ERFEUTREORINEEL ShTVLAIMIT,
oh¥ERERAfE, HbAlc {fiMfEITRITHEIIEL, ol
Lo 2HONBOELAEEZEFIZbDEELoN

T, CO2BIBLW TR ERNoORET S
E &L, EOHTHEFHKRWTERE S OMS1EHS
NRTUVAEILA P L AICB L 7o NADPH # # ¥ 57—
E¥EIURAGE >\ TRHL 72,

NADPH # % v ¥ — ¥ [3:r 8, MER BT 281k
Z M UATUEICHBERSEHERILTVWEEELSNT
LWEIRBEEETH D, Guzik SBRFERECETS
EFERTOR——%+ v FOEH (I PKC £/ L
7: NADPH # # & ¥ = ¥ifitkic k 5 L @l L™,
Z @ p22phox @ C242T £ RIS ~ L §ESEAIS I L
TEh, 2EFHOELZF S vBEE A 0o 8L
SEBTI/BERTHE, eRFI/BREBFL2
D—LbD~LHRATRO ) v FORKEEL S
NTHHY, TOREFERIRENIC p22phox O#E
fiE., NADPH # & ¥ ¥ — Y O/E#EHLMEL TV 3
EfERE N TV S, Inoue SIFIIEANITHIT 2 L0MFF
FHOY R 7101 242T 7L ad{i LTV AHHIEL S
HLTOS"H, fhoHNELSIBOMERSE, BRMmeE
BBICBVLWTS X ILAMERLTLAY, &1,
Guzik & R BRTB{ICOBEDKIRERBRAHOTTT
LLERT 2EHEN NADPH BHHEQMER — ¢ —
+CFEENHEICENLTSIIEEHELTWE™,
SO &L, KERIMMITUEIC B O TRIENI S &2 3
PLTVWAZEEZMMTALDTHD, 22T 7L %
458G 242C 7 L AETTA3MFICH LR — =
A& 2 FEEHME R L TUAEEE L TERENER
LTLWHBDTIREWLWHMEEZL ShTW3, 41 Nakano
SBEREEBEECSVTCT+TT 2HT58MCC %
T4 AR LATICH(L HDL OES RO L 2 8
HLTULWA™, AMFTII 242T i L TOL A BEI
IRIEBHEDMEIRD ) R 2 MBS L ERLEA, Co
LYLE NADPH # + & ¥ — YO BB+ 2 BEZ T
OISR | EIRBHE &S B A PHE & £S5 T & DYl
HEoHliELb—HLTV2Y, Wiz, Skt E4L
RIoEKIZHBIT AR F LRI 2B A R 2
f2, WEHEDHIS 129 7 GFHIET9 %, HiTRE S50

%) ORI © lRh 8-Hydrox ydeoxy-Guanosine
DMFEZTT» 1248, 2BR T ELAMIEH o Lh -
te, CORMEELTHE, 24 BRIKTIL  HlSKTO
BilTh-2 &, Biz—HoMHEHMLirHEE L
TV EHEZOMTVAERZMAL T AT LM
REBLTOREEA SN DD, SEASRIORE BE#
R LI LWTHEARAERST 2L EL SN &
B, KX Ccoavro-LHOT7LADHER
011 Th -1, CoftiizHAADLIi DY &M
L Trgern s

AGE {3, fretfyfamiiick ok TRSEh S
WMITTHH, WREMEREFEECHD 5o iEbsiR
MxhTWS, AGE bR THiE o i e B %)
ERLLTOAILEMNELMICH->TETEN, AGE
W H#Eo 7, 7=9 7% 0OPB-9195 &\ = 12
HRIATRFBEEBEED FRHICHENTSH 2 L 8IS
NTH 3%, AGE H3BEIRIA & OHE O R 1z b
BAN=ZXLD—2ELTRAGE %13 & L1z AGE
ERRO) A FEFT IO 2 0MRRIZTEFICHE
BTAC LRI R ZRITIEMEZI SN
TUV5™, Yamamoto Sic kv, Il EFWNE R
RAGE £ BfRRXEL 3RV 2=, 2 v9 2 ¢
4220 NEEHERIBRIEr S v 2 V2202292
ERMEGLT TN I VA Y229 729 A THER
oz v o - b S FREHREREORE
NlIT2ED - EMFGEX ALY, ol i3,
AGE-RAGE #Z»sBbR %t B iE 0 R LE A8 (< BRAERT I
HLTWAIEERLTVWS, A4 ¥ il EHA
Mliz B 1+ 5 AGE-RAGE £ M EMIR38/{ES ~ H
DERICHEE L, HE< NF—«B OiGtEL M REM v
Abh4y, EEFTOBRNZERL, 24 F9 sk
N35=4 RETORBAANLEGEIhTVLAEY,
RAGE it 3W < 2h 0 F/MBE I T 35,
G1704T BT 2 B3 FER BT OR8N I T4 R %,
MR LIREL ML TOWa 2 A shTL A 2,
RAGE 1TMMT 7L A ZH LTV AHBER 1704G 7T v
WETLTOUABHIHLOL 22 OB (F~
ynhoFy, Wwr4y, YaEYy, P27 0—i)
DML < AHFERICEL, CHZ &, ABizFEH
DRER P L RAB@EMS LTV AT LERLTEY,
1704T 7 L & FH L TU S MEEHBELEE M PHE © R
BBOAANZAIBTHE LV ANKOFREEETIET
Z3LDTHI. 4+ orEAOBRIENLEHEHESH»
TlREVM, ANIFF 4 T2T 5422 7% messen-
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