RN R AT Vol. 22, 9-16, 2016

miE M

WAL (AGEs) & AGEs% %A (RAGE)

R EiE

BB

Advanced glycation end products and receptor of
advanced glycation end products
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T3 VRNV IS OB MB R O AR & L CTHERR

&N 7z advanced glycation end products (AGEs) &, M5

Z4KTH 5 receptor of advanced glycation end products (RAGE) ®BAFRIZOWT, WEDMHEIL, reactive oxygen
species (ROS) DA R, BALIE, BEIRIG, 7V Y A < —JEZIZ LW, fia BERBEOMTICEG T L 2R LTV,
F72, RAGEIZAGEsDZHERTDH ) hs, Moy v b3 ETLNVF UL Y FTHE. Ibid, FEHROME
FIZBVTERIIHR LTS, AREFICBWVTIE, AGEs & RAGEDFS, HEII>WT, 512, BO»ORH%
BIZ, HOMELSPR UM T 5. 72, EF»5EINE NS AGEs OB, #HL EICowTfth, &
LGS AGEs O EZ I Y FR—VTE ) B2, ZTOWREEIZOWTHERT 5.

F—T— K #KRELEY (AGEs), AGEsZEF (RAGE), 73/ AIVKZIVRIS, 7304 KB, HERE

I. BU®IC

Advanced glycation end products (AGEs) (34t ##
BOBKTHEL AL L - REEOfLEmTH Y, 73
JHNVKRZNVEIG (= A4 59— FRIS) OHRERE o4
W e LCHRESN. 7T W VKRVEIRE, &>~
NIDEHTT I IERROIEGWE, B L)
WZANRZNVEE S LG DHEA L L, B8
Br- )t R T 2EMENLTH L. &
O—HWO L, BT ORSHKISE LTIAL b
TWwh. foT, 7I/ANKINVEDEED TH
% AGEs i3, BMEFEGIMEG, F7-, FIEMREICBEWT
BHEREI NG, BOVOREENIH L 0D, §
12, BES, BIFA L EERTHRHETABICL DS AWK
sh, F72, B, WRMEOT I hVRZOVRIBIC X
A2k, HAROEALORMTH Y, EHIHEED
ik, JERZEMA AT LVWRISE LTHEEL TV 5.
EN5H, AGEsOfREMNZR S DL L TIE, pentosidine,

carboxymethyllysine, pyrraline, methylglyoxal-lysine
dimers 7z EEO P OYWHE L T T b (Sharma,
Kaur, Thind, Singh & Raina, 2015).

LLAah s, 73I7WVKRIVIeE, EhFoRS
FIBOGIEA ) TS, AERNIZBWTHRRISEZ D, 4
X, AGEsHAER SN, S Twahle LT, K
MAHH SN DM~ — A —TdH 5 HbAlclE, NEZ
Yo BMNKEDNY) YERIEIZ T VT — ADHEE
ZIETHY, —HOT I HWNVKINVIEDT < N finfir
L7WETH A DT TIMEREN TS (Strickland,
McFarland, Murtiashaw, Thorpe & Baynes, 1984). 72,
AGEslE, ZnHE 7V =9V ANV EAEL, A LWRED
HEATICB G- L, ZOARN L~V IZRERE, Ik by
M2 EepMENT VS, —HOSOHEITIE, FER
MICL DKM MEREDOETH L., BVIRER, W%
VI — AHER L, RIS L A ERRE FI2BWT, 1
EREF 720, EEEOT IV RE TNV A ADH VKR Z VI
WX AGMOEET &R L, ZofBE, ARshzg

YD E W reactive oxygen species (ROS: superoxide,
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singlet oxygen, hydroxyl radical 7z & OFEAH 5) A%
MAEREARET L LICK T, ERHILEZF S 7.

VAR, H3OMRBE DL VDNET VYN T —
JE (AD) 128, ZOAGEsO G2 ashTwb
(Angeloni, Zambonin,& Hrelia, 2014). 7V Y )Nf < —
FEDEKIL, 7 IaA FHiRIKSY ¥ 37 APPH L7
LY —VBIZX UM AZIFTELLTIVS FRH U8
7 (AB), F72, 2% 7 (Tau) OREEE, Z
LT, ABHBAERKSNAROSIZL - THREREE, Ml
ARSI END. BT, ABOREEE (R 7
VI43 ) OIERTFIZEY ABOERP»HETT S, 22
104EIZ EDMEN S, AL DM Y IZid AGEs DIFFED i
&1, AD & AGEs OB AR S LT % (Angeloni,
Zambonin & Hrelia, 2014. Zlotek, Swieca & Jakubczyk,
2014). 2% 0, ABOAMICAGEs2S#E& T A TH
FHERIETHZ EICRD, 5612, AGEshH 4T
72 ROSH AL CHINAE % 35355 % (Tan et al, 2015).
F72, MBI DERILL 70 F R AA, it
PICHRBEAR A 2 L g E 5. AD DREFLIL,
LD ABERE ADOFRIE (Hisgse) 258 L
LWZEnh, MUNEREGSY Y87 O—FiTH S Tau
¥Ry DEENADOIFR E T LA S DB 05, K72
52 Tld e v,

ZORBUIBWTIE, AGEs L U'RAGE DBEZ, % 7z,
AGEs L U'RAGE 3B o 72O OIRIFZFIT & ),
¥72, L AGEs, FHIEH; O RAGE D HIC
DWTHER S 5.

OI. 73/ AJIKRZIKIE Eadvanced glycation
end products (AGES)

T3 HNKRINVEISE, VR VERERESLEY
CGRICHE, IREm At 2 &) L7 3 ) 2 Hoew (4
YSNZHE, RTFE, TIJWH) OMo—doakE
AU LIRS T, E& LT, i, S
e s, MBS, ANVKZ Ve E T X
{LEMASHE LTy y 78RR, 13 VO FHfE
BN LT~ FUALEWELT L. FSIE, 7=
FUALEH» o7 3 &2 (BilE), Bikz el
Lo TaIhNVRIMLEMH»AL L. BEIOGTI,
- ANKZWVALEM D SHE L7V 7 =V, 75
J VHEERS, T I 2 ALE ORI OV E A e R R,
AT 4Ty (BWE) PEREINS. Ihb—iEo

[Earlv ctage |
Early stage Advanced —I End productsl
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+NProtel
Ha N N .y QOxldation AGEs
+ '(': ' 'CH &i’gg?;:?:n Advanced glycation
H s - e end products
lCI-I[) (IZHOH (‘EOH E.‘:O D FI
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E
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Nagai, R, Shirakawa, J., Fujiwara, Y., Ohno R., Moroishi, N., Sakata, N.,
& Nagai, M. (2014). Detection of AGEs as markers for carbohydrate
metabolism and protein denaturation. J. Clin. Biochem. Nutr., 55(1), 1-6.

EUX AV

WRIIEMETRZETHHL 2~ TIE RV, AGEsSIZZ®
BWEOT~ FULEWERTEREINS.

AGEs 21X, k4 2D Y, BUEE T HEE IR E
ENTWDE, EMosEE72E, ARNIZBWT, 7
VR NVEZLOWEE, 7I kL o0WETHR
X, HEE, BRAHASDEOMBENFLET LI L
2% 5. BUEMER S TwAREN LKL, B2 &
OB, G0 IE T B pentosidine,  JEHTIGE:,
ARG ORI % 72 carboxymethyllysine (CML)
& pyrralineZ L C, JEHNEME EBHEOLEEW TH

AGEs

Methylglyoxal e.g.
CEL, MOLD

Hydroimidazolone

RSN,

[

Gl C()S(‘,__. SchilTBasu“__’Anmdori —» l-deoxyglucosone > cg
DOLD
l 3-deoxyel Glucosy

Oxidatiye stress.

Glycolysis

Fragmentation Pentosidine
Lipid\ \
Glyoxal — »  eg
CML, GOLD
Glycolaldehyde Hydroimidazolone

2. AGEs M4

CEL = carboxyethyllysine; MOLD = methylglyoxal lysine dimer;
DOLD, 3-deoxyglucosone lysine dimer; CML, carboxymethyllysine;
GOLD, glyoxal lysine dimer.

Meerwaldt, R., Links T., Zeebregts, C., Tio, R., Hillebrands, J.L., & Smit,
A. (2008). The clinical relevance of assessing asvanced glycation
endproducts accumulation in diabetes. Cardiovasc Diabetol., 7(29), 1-8.
doi: 10.1186/1475-2840-7-29. & V) 5H



% methylglyoxal-lysine dimers% & 23 X hTw b
(Sharma et al, 2015).

VAEDPEPEE DB, %<1, N-e-(6)-carboxymethyllysine
(CML) & pyrraline®<c, —H%7201~10g F 721
FNENEL DT I HINKZNVEIBIZ X B W2
BLTWAEEZLNTBY, ZLT, FRIEKRER
RV~ —7T, HAH80% T THILZENL LHEESIN
Tw2 (Liska et al, 2016). #EL-EGFICEHEINS
AGEs BU5r ORI K3 2 D5k 1%, Prlg(L, PLiIERDA,
MR EhHESND —FHT, ROSOERK, ZiLiE
T, BRI, 7Y NA T —IER X Uik A RO
THEA L TV HENL KT 5. AGEsD—D T
» % methylglyoxal (MG) (X ¥4 CHINRE & % 5] &
ZL, X512 TAZEhMENTWS (Ahmed et
al, 2005). AGEs DN L X%, BEHKOMEZR EIC
EoT, VAZ LEEIL, fiHISHRIIET45Z 3L
W, IR LOWNREPHFINDLEZATHA.

II. AGEs & receptor for advanced glycation end
products (RAGE)

Receptor for advanced glycation end products
(RAGE) %, AGEs®OZHMTH 525, HIREWZ L
WRAGEWEGE~VFIUHA Y FTHHD, 7TIaAf FAXR
7F KL KE3 % (Sakurai et al, 2003). RAGE 12135
DWON) T Y MAAEAE L, KB L TR H @ & ]
WMDY, E5ICFNE, CHillie VIEEEO S S.
AR B E @ AL, VAHI o R HE L T v A N-terminally
truncated RAGE (N-RAGE), V# 1 & O°CH#l & »»
55 & ERRAGE (full length RAGE) 2847 74F L,
soluble RAGE 121%, V #I8 O CH#UH A 51K % cleaved-
type soluble RAGE (CL-RAGE) ¢ WHM % 4 7D
endogenous secretory RAGE (esRAGE), C#%H I8 & &
® C-terminally truncated RAGE (C-RAGE) »fF#79
% (Koyama, Yamamoto & Nishizawa, 2007). il i i
HEAIRAGEIZAGEsOHREA/RIZL D (HH Wi, AP
DHEETH), EHROTOE—F =2 ATHEEDH D
A%, —7Jisoluble RAGE &, full length RAGE O &
HET 2734 (RUE) & LTETAZ LT, ful
length RAGED A ELEMICHILT 5. 2F 1, full
length RAGEIZAGEs 2 &35 &, HED S %7
A LM 2 SEANANTERAME R 510525, soluble
RAGEZ AGEs A& L Th, BNE CTHIRMMEDL S %

AGEs £ RAGE 11

endogenous
secretory
RAGE

cleaved

signal transduction

3. RAGE DiEfa

Koyama, H., Yamamoto, H., & Nishizawa, Y. (2007). RAGE and Soluble
RAGE: Potential Therapeutic Targets for Cardiovascular Diseases. Mol
Med,, 13(11-12), 625-635. &£ 1 511

W,

Soluble RAGEX, ) —2DATI5A4 L7 ThHb
esSRAGEIZ Xk 5T, HoHrWwiE, filaEESRL Ty —
DE NI REOYWIC L > THEEZIND (Lee et
al, 2015). Soluble RAGE D FFEIE, HERICE S5THDY
W R WHRZIHI L TSN AWHREEAD 0, MR E
R RAGEN I X 2B OMATZPiT 5 2 & 3l i
2NN,

V. AGEs, RAGE &7#&#R

I 4, AGEs, RAGEO £ £ h HiphT, F 721
AGEs-RAGE#h L LT, #ODOEHOMEITIZHES 2
WEVPHLNS.

1. AGEs, RAGE & 7LV N1 ¥ —fE

AR WS, TRALA b L ARMFRANE %2 FHE LML 24
L ERELMSONT WA, FEEOHMIZ, ADE
AGEs, RAGE O B8t % $84 L, AGEs & Z D254k 25,
HEITORIZ > TWBE I EERIEBLTWVAS.

TUINA T —EIZBWT, AGEsAS, fhifessie 7 3
A FO7 77— LMiEEMKED y > 7 (bohizd
D) o THEMBE T XA b)) TICERLTY
52 LR ENT: (Huang et al, 2013). F 72, AGEs
M7 IVA FTIT—=2IFLTVDLITELRENT
W5 (Reber et al, 2003). Hiak L7z & 912, RAGEZ®
TLVFUF YR THYABTHATL L}, Shb



12 FRIESREF R E Vol. 22, 9-16, 2016

20DWENS LA IN L. X512, ASHMID B
AB-AGEs D139 5 & Y #HEAsk <, MBgEFEER R
L7RM =T AWM T LI EHEHEINRTHS (L
& Holscher, 2007). RAGE &\ 9 ZH{AEOHFEL 4 LI
AGEsZSEEAB KA TH I L, TI /2 AWK
FIBD 5 2237 LREDOIRARN L BRETH D, £ o)
BB LY N7 oL (BB X2 LWL T
72\, Krautwald & Miinch 1%, AGEs?%, AD ®JiHIZ
ML, 20085 HETHG LTSI LadBLT
W5, —2Il%, AGEsASHILEED & /87 & 4G % 1k
D, fhkEI O fREREE L il E B e ELT,
ZoHIE, ABDkEWR~L su sy TET AT S
D 7RI A B ERRIE L, WSS 2 & TR
e 2 FE L TWAHZ & THDH (Krautwald & Miinch,
2010). RAGEZ /"L AR, AGEsHILETH I LIZL -
T, REBRGTEMEY LT & WRIC AR
DO ZEET 5 2 LIIAS TG IS,

2. AGEs, RAGE &MkzR&EE

AGEs L BHAE XKL OMIZE VDS 5 2 &3
FAERE SN TS, AGEs 25l D RHAE & Z O fE A
IR LT3 &) 1Tk (Morbini et al, 2006)
75, Dechristopher &1, ¥ 7 5 & © LB AGEs
DHEARNTEE A O FFEZ B L TW 5 D TIE R W
WO Z T, BRIy 7OEEEEAE
HRIHT BIIEEIT o 72, 20-551%DT A1) B DEA
g LM OTIcE o C, B ay 7088
WME N7 b Y 7 HOEIEOEIN & B L
T, BURELROBERNFE LI L2 ME L
(DeChristopher, Uribarri, & Tucker, 2015). 7z, [§
W2 H132-9RD 7 A ) AN 2 WG L LThEE
DR % 5 L T 5 (DeChristopher, Uribarri, &
Tucker, 2016). FAIZ, BEBITOOHTIC X > TRET S 1
TeAERE, VI Va—R, RWEKE, V-7 ERbE
Ty THERME NN, WD) A7 B AR
WiNsEsZ xR LA ShHDAGEs & — O
RO E ORI & RS B 1L, RO M
TWEZ% <, BB X H1Z, AGEsIZROS # £/ $ % 72
B, FIEOREIZHEE LRI 2D LHELEING.
INSOWENS, FAELX D FERIT AGEs OEIGHS
W&o T, JEROEITEZED D REMNDH S & 2 LFE
Ao,

3. WERREHE - -&ERICH T3 AGEs, RAGE

IT EDHE PRI 2 B L 7295895~ AGEs, RAGE DB 5-
T ARG SN TS, TR AAE D MEF~D
HV T MRAEIZOWT, AGEs, RAGE DRI 5-H97R &
7z (Kay, Simpson & Stewart Jr, 2016). AGE/RAGE
DY T FIMEER, Flix OFEEA L AREICEDY,
NADPH %" 5 superoxide % 4 i &8 % Nox-1 (NADPH
oxidase-1) DiEPEfb L, ML IZAF4E L superoxide %
SRS BEEFE TH 5 SOD-1 (superoxide dismutase—1)
DAL T, BERBBNET HIME~D AN T L
WEEZMRESEL720, BIELA ML AZWINSE5 Lk
XTWwW5h. AGE/RAGE ® ¥ 7" F WMz S superoxide @
BEMBEMIZIZY P =V L TWAWRENA D 5.

—Ji, AGEs DK & FERASE MAEIREE T DB DA
TICRELCEBRT A 2 LIZAMOEY TH Y, AGEsDS
SIS RBE I N B E M T A Y- - bk
D95, AGEsHBfiL7zas—7 Vi< &Y%t
L, REIM, HRBEEEOME, B OB v»T
FAE$ 5 2 & % Yamagishi 5138 XTw3 (Yamagishi,
Nakamura & Matsui, 2016). & 512, FEkIZ, AGEs
NEET L OHF I ) TR, Boas—r v (¥
YXT) NOBHINEEE 2D, BERFICBT S EMIC
D5 EIMAEREBIE S HIRANC R D, 3T =7 ITH
& L72AGEsiE, ROSZEARL LEHlikz BT L2 &
5, BHOFEEW L EBEREORTET R T
AGEsICX 28D a5 —7 VIIMMb 2@ L T, BRIk
DEDKTHFE, 72, TS AGEsORA LT 5 —
0%, RAGEICHW T A7 T=A ML LTIEHL, B
O 2479 (Yamamoto & Sugimoto, 2016). I
Hid, BEERKTICI2EM) AZICEEL TS,
WIBED AGEsZ, E57%5RAGEDRIZFEL,
WIFBRZGIE R L, HRWFIZE T 25RO &
WA= AL TVA.

TE BE I

V. BEENEAFRANAGES

BERIEOYA, MAETIZB1F 5 AGEs D iE,
EHBLTENZwZERMENTwD, BHIRKES
LEFEE LB L Uribarri 512X 57— 03d 5.
5%, F9, 560 DO AGEs = & OSHH B 0 &
12X % AGEs % 57— 7 RX—24b L 7=, BRI EE &
WH (A hu—H) ThHARFBREZ ThEn
512, — AL AGEsHIBRAR (—#&ED50% AGEs



/) oo, —BRERFICIEIH Mo AFEIE R
BLTLH W, &ficx L, SHEOMEEH O AGEs &
(carboxymethyllysine: CML, methylglyoxal: MG) #
WE L7z, g, BEETHLIT Y bu— UL g
LT, BRREEDOYAIT A, AGEsHIREIIC,
Z L TAGEs (CML,MG) ®&HEHWMETH LS DD,
— AT & IR AT B, BB AR O ) 281 4
AGEsi:E 133 L { &7 5 7z (Uribarri et al, 2011).
2%, BFHHKOAGEs®EIX, HEFEARN AGEs 2125
ByprlelEING, BRE»SHEISI N/ AGEsD
F110% 2SI S, ME—1/3HD BRI & » THEE X
% (Koschinsky et al, 1997. Ottum & Mistry, 2015).
F 72, AEHKDAGEsDH6% RN HRFF S R,
HRNAGEsOREICMHIMENS Z &I12% %5 (Ottum &
Mistry, 2015). &2 5 E L7z AGEs OEjjiZ 2w
T, BRBEWHESE2H 5. Iy McEEEZ 52, &
S5I2AE kg 472 ) 60mg/day D AGEs (CML) D #5-
& oT, RNICENZETORD, ZLTHRNOEZIC
LT L 2ME L7z (Lietal, 2015). AGEs (CML)
Ly ORI REWENE, B, OB, NG, BENZ LT
WICER L. 72, 25128175 AGEs (CML)
LTREE FhFNn178=36, 1612, 106+11, 39=
8FLTl41+20 ug/g (W adh7-0) Rz —
F, I hu— BT, FhZENge=x9, 127
+10,89%6,23+2F L C95 +3 ug/g(WiMagd 1)
T, AGEs (CML) #5#EZa > b o — Uik R
LABICEWEZR L2, ZofHRIE, AGEs (CML)
DOEFPHEOEIREICKE S BESNL I LERLT
W%, AGEsO—HiTH % CMLIZ, HEfbsizy o8
2D Y URERIENRROSICE > THILENRL I EIZED
AT, BERWE, TNYNA Y —IEO#ETICEG 35 L
ARBENTEY, CMLEOERESHEOEFITHL
BHAWOT TV LR,

VI. BEERDIC & 5 AGEs, RAGE, esRAGEE
D> hO—JVIZATEED ?

T HNRINVBISOMH, 2F 0L, ¥r370
P2 PIHI$ 2 2 213, Br RO TeE—5—L
09 BB AT A LICARS. F7-, AGEs,
RAGEED I ¥ PO — VA EEFICE > THRETH 5 %
51, BTG SRBEFRGOREREICRT Y Mk
PHHANZ V. FT, B2 5RO OB EHT 5.

AGEs £ RAGE 13

AGEs R OB B % 85€ L T, D-ribose X 7 ¥ Il
T7IV7 I Y (BSA) KUDriboseX 727 T IVT I ¥
(LAB) OEFNVREMAL, & ¥ 787 ~OREALIHIC
DVTEHADPBEIA TS AT ) ==V TOREDLD
5. #FBHZ, buckwheat-sprout, red cabbage-sprout,
broccoli-sprout, brussels-sprout, Japanese butterburs-
prout (flower buds) (JBB) ®zkihiHss% M L7-.
#EHIZ, BSA X D-ribose @ % M N LAB X D-ribose M % &
HIZHHD AT T + D9 B Japanese butterburs-prout
(flower buds) PO AA T P ua—IZxfL,
FNEFNG672%, 590% &, HELZ A EISWI SE72
(p<001) (Okada M & Okada Y, 2016). X512, [FE
TOVBIERIZB T, 147 O EZIEAE T EoK 3l 8 55 0 A
7)== U X BEERIE, WA E DS, crown daisy-
seed 28 F N F159.0 %, 44.2 % O AL Bl %) F % R
L7 (p<001) (Okada Y & Okada M, 2016). * 7z,
Suantawee 5 1%, 3¢, RWIIEHEIENLET I T =
O —Ff, cyanidinZfiH L, 7N a—ZxBSAKUIMG
(AGEs) XBSA ®RIZBWT, HILzZIHlT 2059 %
WMELTVS, 0125-ImMIBEEIZBVWT, EE50%
ZBWTH, FRICHEILZIHE L Tw5b (Suantawee,
Cheng & Adisakwattana, 2016). & 5 |2, Awasthi &
Saraswathil¥, 7 7 7 F+ #Hi¥ 12 & F I 5 sinigrin
A, BSALKEMEY vo87 (79 R5Y) V) OIEE
FEMREL i35 2 &2 A L Tw5b (Awasthi &
Saraswathi, 2016). Z ZIZ/R L7225 DPHELOR)
RERTHE, P E R TS EHBLTED,
JBB, cyanidin, sinigrin 3 IZHBILK G TH L. ¥ v
X7 DFALOC OB REICBNT, 7Y —=F IV h s
ERENDZERMONTED, PRSI 7Y) —F
TANMHEEERT, BT IHT S 2 LIk T S
Z LS, P LIR OO —Do L L TR I NS,

—7%, soluble RAGE X, Hiuk L 72 & 9 2 full length
RAGED 7 a4 & LTl %, AGEsD 5 2 %328 %
L &5 (Lee et al, 2015). esRAGE=® 2~ b1 —
WA FETHNIE, AGEsOV A7 b s¢b 2k
PR TEX S, SFEREBOMENEMIBIZE TS
esRAGE L _vizxt L, £ FAEY 29 F o il 1 o 43 322
1btx 52 5 0EB 0% et LR85, 10ul White
radish sprout i1, ¥ b —izxk L2445
D esRAGE LX)Vl % 7R L7z (Okada, Y & Okada,
M, 2016). ZhRERLZ29MD 9 5, &=8FDREHT,
peroxynitrite level L #87 = / — VEICHEARE 517z
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TEMD, Tz = VHEBGORREEICL Db 0 LS
&N7z. F72, sulforaphane 7S, PUEBILAERE 2T, I
HEMRAGEDSEHZ MM 52 &, 512, AGEs-
RAGE % W3 % Z & % Maeda 513 #ti5 L 72 (Maeda,
Matsui, Ojima, Takeuchi & Yamagishi, 2014). £ 3 H
KW G2 & B AGEs DA EME 2 WH§ 2 ek 2R &
D05 b, InvivollB B ELLLMEPLETH .

VI. 88h V)i

miman L (FRIS, BES, BTB) T2 EICKD, T
I HNKEINVIEDOBRIZBWTE L D AGEs HERK
SNn. JalR, fuRE 761, F7o, 8, R L
WZBITS [ ZTHARDEIIZE 5T, BHKS
NTEHOMITHH L. 0LV A%
L Z LI —T5T, in vitro, in vivollBWT
RSN & ORE, RO R 7 IZBET A e R
VAT LI EHFETH L. AGEsDEMKHNL X)L %
EFRwzdicd, HEORAFIZBWT, Aol
P2 23U BT R nwZ &, BkA REMOFF OO
BREIZE ST, RNDOBEDT ) —F VANV 2HHIT %
LI BRERA TG ELRIT TR BEHRICE S
TOREHEELILTHS ). WHOLWETRLHED
WNALZHRANDOHEDOREREZHEAT, "NVATOE—
YarviLToENL [/ olmikz s s—8)
WZRMUEEER .
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