UMIBIR D FERE AT 9T 5 2E
AR A2 4 % fE. (A therothrombosis) D ill =2 B $i5 L7 S A% i R fOF 98



WFTEREH  PRIE N R E LR NR R 2%
TR IBEIE ik

(RIFZE DR EL)

AFRIZFBNTE, TN T | DA FEZE | s 270 & OB IR i AR PR T I MR &b A
THADEA, quality of life & FDHRKDIFHIK THD, ZivbHOF IRk A HET 95 i /8 O i
PAZEL . Z D% DO MAZ KV (5 F I RV FIE T 5, DIVOFUTIRIK &72 5 48 o diAe M P 2E | R i
XD DHEEDRIEAT =R LERHL, ZNEDRAIRLEIC LD H TR — 7 O R E
BIEL T, BRIREE, Ak, B KPR | BS T LA O PRI I8 7 v — T % T
RRLC, FERER ., B PR A LIS OR A R FE 2 HERE L 72,

DR LV B AR O B REE L B OB E SIS S iz AR 23R K 72 D, b iUt e Mk
LN LAY iR A2 E A Ve ex vivo WFSE, ~ U ARG ERENRZ LS CHREEL -8 ERET L%
FAWTEINR AR DT AT = X LDFEM AT LTz, FRIC, @l — W — RSy = R 1%
FHWTH AR EOIEER , H— M/ MROVT I A DA A= 7B L BAF LT 2RI IOk b 5=
e NPT D T e TE T, Tbb | MFBEOBEIALICERE L o i/ MRIT R iC kD
FOIEINCHL TEEACIRBEZHERF 95, Je WD, VIR INTHLIZ M/ MR O | BEEEIZIE von
Willebrand [KF 23 WADEENZ RT3 ZEa R U, SHIT, MARZ LT i/ MRITTEPE IR BB A HE
FI0Z2nMETHLZE, ZOTDITITM/IRN~DFFGER 72 > AL ZIC LD
GPIIb/Ila DIEMHEALIREEDHERI AU ZE CTHHZ LA TR LT, SHIZ, ZOMKGERI 7277V 20 A AL/
WEHE D ADP Z K P2Y , ICIVFABISNCNDIE, P2Y , ZFAETHUE, MARZ AL T DI/ MR A
ML TTE AR REAHERF § D2 eV TEARD T e, fEREL T/ MRIMAR S AR EE S 522 R LT,
AR T %A 515 von Willebrand [Kl-00 B M ZOWTldk, BN ZERE G2 5 S L LTZAFZEIC LD,
FEEDOEMIBW CLFAEZEZ AR T2 1A NICH /M EES T von Willebrand K723 F{E T 52 8%
RUTE, E72, SRR R JE BHCIIgeE R SE b5 & AR LTz,

MO IE B D& MG EN DTSN FET D, P THINaL RITIZBIT DN YT AT
(Ca™) IEMEAL K+ (mitoKCa™") T /LB M X0 1 O i 15 B AR AR A 2 A CE BT B e
PN IR O R 1L 75 PR E R b 5, mitoKCa™' F v RV E B N SH DR F-LL 7 rTArFFh—FA
(PKA) WEETHDHZ L, F7z, LlEA/LE L (estradil) 28 mitoKCa®™ F ¥ R/ AIEMALSEHZ L% R
L, ZotE IR B LS HE O 5 AR BE S AN RN T &SRB A2 2 PN IR 0D J IO 5 1 S E ) 2 1 5
TEL AR Z R LT,

JER &7 2 St B AR OD i As P4 PR ZE & 1 MM O i A5 55 O N6 BIER 03 2 FIREME 38D, o dvioduidif /s
ROME AL L EBITER % 22 EBEMEE 2 R T i 52 L% 7R LTz, CD40 ligand LASR D RIEE R H
DGPE | SRIEFEIE R 2 A 3 ORRIRIE 2 Fr 7oAk U kS e 2 2 &b i L, 1EME i/ M od 7
BT AT ALY, e LR O 5 OB 2 R D W et A R LT,



HIEE S BB FET RO

Bz

FRE  EERBREER AREEE IS AN 7T s Ot
G

FHEZ BMBRFPEFR A AV 7 BIROB%, kR

Pz

PR ] THERFRFBREFAFIERT MRS 2 L OB ER I

RN BEFSRICAE SR B RO HA A ST (2005 AR 2006 ARFE)
i

TS 2 RO RFERAIFERT ES Ml FHV 7z (2006 425

A

L AFFE B HY

HARNDSER D AL, 55 =0 % 56D D0 B E I B RO R, DI, 42T 55 ek B
k. AR A PZE IC K B S A DA 2E | I ZE T D, BEAEIR THETT 92 B IRBEDRRAFEAHY
AL THHBINRAEL (atherosclerosis) (2% LT, g O RUH 2 M MR A 01D D A AR IE | fibi 15 58
728X, BIIRIMASSE (atherothrombosis) &) HL— D B SITHE— 3D (B RAEA b & B R A% E 2 5
—HIZBE S 27 T r— AMARIE LV O E L HV1ED) o M O BNIREE( L 2 Bk & 2B IR MARIE D A
RTINS B TIN5, BhikIMLAESE (atherothrombosis) id. 2UE7 B LI T 5 A Kt T,
HARNDA A quality of life Z[FE T 5/ KOER, R LOFRETHD,

Fi IR O MAR DI MLHTE DD > T2 TR TE R SN D DR L T, BIRGR Tl BRI E AT RO 08
JURASE AL B ODRBGHE A3 AR T i D FRBE &7 %, 18 ML IR K] - A3 IS R0 A RS D B L it D S 1 T
Tl MiRICHIL T RE TR 35 U TEMEA L Lo A BE M B % J BT ikt 3 /ISR 3 Mg T i oD
B W CTUZEDOEEIZ TS, 163k, AR TR B D1/ MROBEREIL, i/ MRKE ADP, b
B E DIEMEALEIC IR L 72O B L BRI R SN D M IMREER I XV L Tz, i
v, AR RIZIBT DM MR OBE LT MRIZ LD AR R O A7 63, A BRIEMEEL | ok
T ORPT, HE5 B A OB U TRIE, BB NS5 2 D5 B B RE LR T/, &
[H, RIEIC B ZET RIS G D T/ IO E 2 @SRRI L Fiiz/e A = XM KL PT i Ko
BRI D71 DL BRI D — 2D BIEET 5,

lees 2 HE Vi 92 U5 23 AR MR\ BHEE L 7285 L 2 O REFTIR O MRk I TRE 1f . BB 1R D, LA, i,
BEIE DRI A BUE DR X B PHZE ML A OMETRIBIC IR ES W, ERLVEL AF b nd
EHEPEERTHRVE DR MAEFEICBEE 95, M/AMRITIEELEEDHIZ CD40 ligand, Erh=0708
%L OABIEMEWE & R T $ 5, IS FTE Y E S F- 8 At O DS EICE 535 0]
REMEN DD, BT AV AL ES BRI/ NRVEREL AT 2% VN T IR SR O A BV P B 2 2500
5 E DFIE AT = X LRI DSAEE DT T\, Z D72 | MM D5 EDFIEAT =X LHIHIT
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HEACRET T AR ER DD, EIMIZ/DINa L R T O3V —FEA DD 3 HF8121%, ATP, ADP 7
AL RO ERE L R LG JE PO AL F R BR B S KELSEALT D, FriZ Iha RUT D
mitoKCa® 5% > /L O BERE &0 5 15 5 O BIR &SRB 200 Tk O CRETL B IO AR (RE D70
DR ITHEDBRIRITOIRT T2,

M/ E FEREL TIEMENLT 70— L MARTEDFIEAT =X L ST, ML 4F MR 021k
(B & D D HE AL O FIE LS B AN =X AOfEAZEL T, AR KOBETHHT Tr
— A MARTEDHIEICEIRL 72V, B ERBIRMIEOFE F COMEMARDIERLAT =R L, 5| eIk
FRRETEAR AT MG B OFIEAT = X LOfRIZ HHEL CTERIRIE 7, RO R R A E
U CHREB 728 72T — 22 VRV BH IR O A 2 R & 1 L MER RS 5 55 0D FEIE A = K 2 G FE ) L iR
THILEARIFFRD BHIET S,

1L AFFEETE, #16H, J7 ik

A. /MR DTER AT =X A, H/MRASRFTRE 54 B E O MR RIERIZIIT 55 E
DORFHEEHE, A B, {LHE, &3I)

bivbiudmE S REMsi Y = e —2— %A\ T, A LR MREM TR 2 i/ MR ik
DG FBFE ., ML/ R E R, I NRN I VST DA T YR FE DV T A A DENIA A0 7 i O T %
B UM TEEAT 5T, A A=V 7 BRI OV T F & O E B N SRk 72 B 2 T o T,
HIFEFE OBFZEI X0 AR B AR D 3 IRTCAEIE DY T VA A WA A=V TR ek iaoT=, (Goto S, et al. J
Am Coll Cardiol, 2004) , A J5{5% AW C, /M Zem £ GPIIb/la L~ 47 /—/4"> von Willebrand
K1~ (VWF) O & 2 fLE -5 GPIb/a 2 AR E I BLZ AR O FE A FLE T 20 e b T Bk E
Mzl RIS 2 R EALSE TS E 2R AT D22 M E LIz (Goto S, et al. J Am Coll
Cardiol, 2004), ZIH0 7k EOSEEHE X T, DIEMAL ML/ IMRO B 5 ke D72 @D
DOMEMEDORE. 2) I/ MRIFED 3 RITTERBOVT NEA LA A=V T ETINL T DAT AYRFED
[ERFA A—270 7 DOHF FNZ L DTEEA /I AR BE M E O fiAe 22 EAE A AT =X LOfRB | 3)
A2 DL FEAIZ D HTE AL MR R TS D b B DOREREIOY | 4) e D% E bz
BRIES D SIS R D H A B AR FREE DB JE . T2 DO EBRZFHE L 34T L7, BRI e i %
W2 ex vivo DILIRET WZEIDFERRE | I EEITHESLL 7o~ 7 AR BRI LB €7 V2 LD in
vivo EERZWATL T 3072, ex vivo EERIFZEED in vivo EERIT A H B HLERS THREZZITLT,
/AR iR 22 EAL S ELRRMER T O IITE & O FIEE W TR LT 7o, ShiZ7vT
AV ADM G RIBSE DT T 0T A T U A% WG 21BN U T, ES A ik i M2 e
WF92% ex vivo FEBRIC TRRGEET A2 &L, SHITHIZEDE DA EAEK -7,
1) IEHEAR MM T2 | ke D22 B D D DI B D[R E VRN, 147

T 2R 12T IR LI MR AN HE 3% ADP, CD40 ligand, von Willebrand [X 123 ifi #2 Z2 & L. 2h 5
AT HIE MAROREITMIN I LD AAF BEINAKTEL TS ZEE 7R LT (Goto S, et al.
BRFGT) o TN NIFE A DOV TF VAR AR EERE O, FTE, b z2fE-+42, 2
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NOE SRR HT T D72 | i/ IMAE BRI LD T 0 CRE LR i SN2 E %7 a
TAIVI ADTE Q2 RITBLKKEHE BT BEOT BT A TUAIZIVFEEL ., kDR ELIC
IO DR A% MR IR ES T D, [AIRFIZ M/ MR O IRy B [ A e U, Br/e /e i MR oA BAE RIS
DD LEADREZRRD, RALUSNOWEEL T—(LEFR NO) IZLIEH 3%, NO i/ MM
TN DETEINAR TS5 (Adachi T, et al.  Hypertension, 2001) , F7=, YT/ MR O 2 NO
B kS (eNOS) DAEFRIEAA3E B S Cd, NO R—, 8L NO FLEHA] L-NAME Z# 5L, #
TAZIAE LT B A Ot B X OWRE A D JRTEIC 52 D R a5,

2) i/ MRIMKED 3 RITCIEREDV T INAA DA A=V T ERNL T IAF PR ED[RIREA A= T DY
JNT EDTE A M I iR s A BRTE M B O AR 22 FEAE A = R L DR (1%, A1 )

WVFBEITHEA T U7 T 328812 T, ADP 1L/ IMRINA~D A1 AA T DA Z NS HZ &L,
CD40 ligand 1M/ MRDNED IV T A ZAR TS EAZ LIV e Z 2 E( LS EHIEE R LT, H)
O R EX T, WHEEIZINARD 3 IRTTAA—T L T EINT T DA ARFEDYT IVH A DA A—
U7 REGFHL, von Willebrand [K -, Bubh=2 h7a73Iy 747V /=52 Z0OM 1) OWFE TR
U EME O A2 EAL AT =X 2% W65,

3) ke D2 EAIZ DD D DIE A L/ MR T RSN D b B DR BN Ofi B (1%, A H)

MR NEMEAL T D &R R L2 AR E R BLL b B DRSS 11D, ex vivo flow
chamber, ¥ AFERENRD in vivo MEHEEET V&R TII/IMEE TEEL L ME OB
PEEDRIRFA A= T HATI 3 IRTTA A= T ETINL T DA AYRFED
4) A DL EALZ B3 22 LI KD/ e bl A VA D B 38 (T2, A )

1)-3) DBFFEIC LD AR DR EAIZ B 5-3 D /MR RO R - L& DVEBI AT = X LD BRFRIZ DX
MARZARLEAS LIV PAZE MR DI TR T DL PLiAe 32 B Lo, BRI
ADP, 77373 CDA40 ligand 72 & L i/ MRS BIRDOFE B ZBLE T 5281280, HONTZDRITHIX
Fe< M/ RN TNV S D DAFT ARED LR ZRETHZLICIVERNZET LN TELLHEL T
Do
B. PR B E R RE DRI L 2 N A RS W 2 Z LT X DB 7o A o U B B R AE T B 1
DBAFE (ERE, Fihs, B1)

KEEFEDRFFEZ LD DRI OIba RU T NIICH S Ca® ML K+ (mitoKCa™) T /L DB 1
(CE VR O 5 AR R 2 I T& D28, mitoKCa™ Fv 3L 2B O SED R FLLTF T A%
F—FA(PKA) WEETHHZ L (Sato T, et al. FIIH) | F7=, Zothas/LEL (estradil) 78 mitoKCa® F
FNVETEVE LS A2 Ea L, Indn, BRRISE M DA S E A ESE DR T Lb e R LT, &
NEDOHFZERRICIE-SE | 1) mitoKCa™ F v /LB O 1E 24 2 388 00 1 i 0 5 155 55 58 T- B 290
ROFEEDIRFIE T DA =K LRI, 2) M ML FFHE b O 5 1555 & i S A+ BR RS B 3515 2/l
el PN SRA 22 R O FHE , 3) Jniin Do, PARREI M BV DR MR (G F 4 9~ D8 T A TR R D B %
% HIE L THFZE ke LT, BARMIICIE, mitoKCa™ T+ /L% B A S8 5 K 12 BE 5 S 2 A0
FRITAEREDS, SV H T v b, T > M3 1T D3RR A2 | S8 A0 i ik RE B4 5 1 O Mo
F2MTY, o, RSIAHLERY | MO LS ORI B M SR T 95 5 il
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M 7T VICBEDLE A EE T T A Iy 7 AD Fikz F ORISR 21T\ RE LI 0O 37 7= Aotk
DR E AT,

1) Ca” JEEAb K+ /L (mitoK Ca) B 115 I 247 3~ 558 o0 R i o 7 8 S 960 T B D e D A7 i D
WEtE T D AH = R LOFRY] (Pei. HAT)

Ty, U AO RO ILE TV, Ty b, =T A0 HRETOE T V2 VT A
BV TmitKCa™ F v 1L % B 1 R AHERR S TS estradiol DR LU R EZ T b Z DA =X LI
DD R NS AR FER 2 M 3%, Estradiol R ML DR IR 6 20 A BIL CIXIR B 1 Z~ b
Wz in vivo EERCHIER T TE THD, MitoKCa™ T RV OMRER &+ 5IK 1L LT, PKA %1%
P19 % adrenomedullin % AV TRIER D FEZBRAIBFFEZ 1T D, H4FEEE O T fifi EBRIZ T estradiol &
adrenomedullin ¢ mitoKCa®* F F/E AL 2 R~ § B 5 R A1F T D20 | ARBFZEIT R T A
RRI R D723 % ATREMEDS RV e SBIS, AT TRIFES A BRGSO B TS bepridil 13,
sarcolemmal KATP /LT /EH L2012 C mitoKATP 7 RV OB OER &2 ff R >34 L L C
VD, Bepridil OJRE ML L PRV O 2 E ) R THEREL . SHIZEDIE AN =X LD FE M A fif
H9 2,

2) i I PR e Do 0 5 S SR A1 R R BRI B T Dl A N1 AR R OARE GOk 1. &
)

WIFEEE DM LD IEZ B tyrosine kinase T D c-srec ZRIB LT~ AT M ARHATIZES
O R ERERE G ES N TS — 5T Bt L LA RS LT 722 & adiponectin
antisense WFIFEHL~ T A TITT DR MLIPEAME T U728, I SAFAHTIC I D DR PR e psrs  THE Ry
SN TNDZEEMER LI, ZNDDOREEHEX T, 5l ZHiZ B T HE~T A% T, c-src tyrosine
kinase <° adiponectin (2 (& §~5 AMP-activated protein kinase (AMPK) {&ffilZ&5, Hriz7akg ifn.c»
iR FIEDOBRFEZ HHET,

C. MM LBHEEITHDOLIRMER FIZBE T 28T Rk, Hi, ILE, BiL)

WHEFEOFFEC LD DR Ib= R T NI S S Ca? TEIE(L K+ (mitoKCa®™) v /L DB 1
(SR DR R A A CE 528, mitoKCa F v VB I SEHE F-LL T rT Ao —
PA (PKA) WEE THAHZE (Sato T, et al. Circulation 2005) . F7=, TANT A —/L ) mitoKCa F v+
W AXV PRI RY T KATP F v fb a Z EIUETELL | 2 bV SR i O 5
BRI T DL AL T, FIERSIRAEEEOBFZEIZIY | i O i 153 1 236 KT I /A P
{CIEME PO U, B IRA PAZE T2 2 TIEMEAL 32 M/ MR AN R ET i 3248 o0 | 1 il
DI EEICRIETTRIRE EDOA =X LA B L T REAEID TITE 2V, BARBIZIE, 16
bt/ MEDD T2 E Y mitoKCa™ Fv /AT 52 5 582 B D KB 2 AORF 221 Ve R AN, N
Ty W in vivo FEERIZHF DM T o7z, BSTIE IE Ml MR O B 32 4 BE P E O [R E %
A 2 Yontk RvkEhiEZ O TEME LI MBS o R mE o 2 E A EA 3 #[FEL 2D
D%, ILHRITEDE A% KL=/ MRAVED T2 ES #Mild RO/ NMROVERIE A fESL LT,

III AFZERR



A. M/MRIMARDTG AT =X 2, f/IMRDS R T2 A BE Y B O AR T AR 131 2 5% &
DRRFT (R, A H. (LB, &3I)

3 R ORI . BIIRILITE S0 T Tl MR AR Z T T DR A BRI A A= 75
TEAMSLL  FEZ LI ST, Tb b | AT MR D 3 IRoeA A=A 7 IREEEIT
(LB — M/ NMROEIA A= 7 8 =AE BITIZ AN T DA T PR E DIACDA A— 0 7 Bl B
FELTz, Bk e N TR OD RO 2B TEYET MZB N THMAEDV T IV FA LR ITAA—T
TR ML LTz, SHIMEBI DO ZE R AT —~ Z LR T,

1) JEHEAR MRS 5 | e D2 EAIZ DD DI B E O lA E VRAL, $47)

(/R ZBIRMGE LDV IR LIRS UN SO DT 0T Ay 7 A% fid T LTz, TEPE
{b&EBITI R TEH AL TS RANTES 3Bl § 52 L4 7R LT, SHIZ RANTES O HH &% iE &
b9 %725 ELISA IEIC IV RERR LT, AHFFE R R A i SCEE R 9~ ~_<HEf T T D, SHIT, VLN ES H
NI MR IEA L Lt O IEFICIY ES Hk /MR OBEREREAN R 22 L 7= (Nishikii, et al.
Blood, in press) . K&k RNLZLIZID, 4% M/IMIEMEILE RS 3 5% FEAEBEEME A /v T
N7z MR O VERL &2 OBSRERFATI A3 FTBEIZ 725, AFROMENLIIKRE AL /I NI2%,

2) ff/MRIAED 3 IRTTIEREDY T NEALAA—T L T TN T DAF PR EDRIEA A=V 7 DY
FNZ R DIE AL S A BETE VR B 0D b 22 FEAE T A = X L ORI (%88, 1 H)

HFERFIT IV TR L sl e MR S L — Y — BB Bl 2 I L i 4otk T Tk 2 a3
BN DIEMAC B ER Z B A A— 0 7 U=, RIS, MM VS A R FE 22 HRIL . fE851]
D ML/ IR DTEPEA LB RE DO MEFF & AR 022 EAITIL L MR~ DAL KA UIB DB EN ETH DT
LERUEE LT (Goto S, et al. J Am Coll Cardiol, 2006)

3) Ik D EAIZ DD DIEMEA L/ MR T TSN D b B DR BN Ofig B (14 7%, A H)

2 BAEA AT T EARZ KOTEMEAbI MRORER I TREE SR NEME L L B A EA ST
HIEHIRUIZ, [FARROA B 7 M R UTZBRIRIEJE R 2 56 K L7z (Hoshiba Y, et al. JTH, 2006) . Ex
vivo FERK B2 i S Fa T D (Tamura N, et al im L& FEH) o
4) AL DL AL A PHAE 35 2 LI LHBT R PLiAR L OB % (k. A /)

PEREHINTNT AV Frrb v ERR) | b B s EA M 25U E 33 i/ M.
DL ENEE BRI P MR L2205 LA R LT, ARFFERLE # SCERR T T D (Tamura
N, et al. #@ SRR )

B. WEMEE L EE #EERR DAL TN IEIES T2 LI K DH 7272 Mt O B E R AE T-Bhk
DBAFE (e, Fiis. Ba7)

WA HE DRFFEZ LD DO IR2 R T NIEICSH D Ca” TEME(L K+ (mitoKCa®™) F v /L DB 1
(C LR IO 1 E AR VR 2 A T& D28, mitoKCa™ F v 3L 2B O SEDHFELTT T A%
F—PA (PKA) WEETHHZE (Sato T, et al. HIFIT) . Ei=, wEar£ (estradil) 23 mitoKCa® F
FVEIEMALSE DL L, N, BRIE mAE D 5 E 2 SR DN 1L b2 a2 R LTz, &
OIZ, DRI OINa RY T RIEICH S Ca? TEMEL K+ (mitoKCa®") T4 /L OB P KL A P
FEVER AW C&E DL, mitoKCa® F ¥ /L& B ASHE DR FLL TT T A% —FA (PKA) A EE
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THHZ L (Sato T, et al. Circulation 2005) . £7-, =ANT A —/L3 mitoKCa F ¥ /L%, AF o
I RYT KATP Fr v a2 Ve iEM bl . ZhoaLE 2 98 ML O iR 5 & A g 5 2 &2 B
BNZLTz,

1) Ca™ {5 ME{b. K+Fv /L (mitoKCa®") B 1 15 I 245 3~ 54 o0 R itk 0o 75 88 S8 060 1 B D B D A A
DIRFEZ DA =R LRI (e ik, Hikt)

T b, U AOBBEO IR MLE TV Ty b =T A0 HEEGTLE T V2 FIV T, S MR
BT mitKCa™ Fv /L% B 12 R ARSI TV 5 estradiol DR ML M RN L EDAH =X AT
DO DA G A =S 2 AR 5L 7=, Estradiol O R IfL/Ca i PR AEZH A BAL TIRIP SR H 7~ ha
U= in vivo FEBR THEFRLTZ, estradiol & adrenomedullin @ mitoKCa® F v F/LIE AL ) AR5
il A G2, AL TR SNPIARIEEIRIAE IO BTV bepridil 13, sarcolemmal KATP 7 % /L3
Wr{ER 2N Z T mitoKATP F ¥ /LD B D EHZ O FF > 52 L L., Bepridil O O PR & 1EH
DA BEZ B EER THERR LT, -

2) R i P O 15 2 LI I SR A AV BB R LIS 3 1T DA N I s R O FHE At ek, /2
)

FEZ A tyrosine kinase T D c-src & KA LT2~ 7 A CILE M ST I L2 R i O PR AEFEAS 23
ErEIN WS, B RS TV =2 L adiponectin antisense I FEIFE L~ A TIif (2.0
ML APEAME F L7223 HE ML AT IS 1D D PR T HE R S TV D 2 e Rl L7z, 5l &
BAR T HEE~T 2% H\ T, c-src tyrosine kinase <X adiponectin P it {ZfV & 9% AMP-activated protein
kinase (AMPK) fE#fil2 L5, DR ERLIZ

IV &%

FRR IR LA B | BB B R LR MR AR E DRI TR BN ThH L7 T r—
LMARSEDFIE TG, R i O 5 5 T RIEDOR R A B IR LI PR 21T o7, bbby
I RO RO GEENOIRH 7 N — T TG TELME, WD FFEICLaI2=—F—Tg
CEMENLT DO R G A RN, £2, e-mail &AWV CEREICHZEOMEI IR AR LS\, FEEIZH
WMLEG->TART Y =2/ R LT, CHIFEETIINYI I IU RO R D FEE R8I TF
2y 7 M SER LTI TIIMRD TR LWEHAL TWD, ZDXH7eZ e TE iR RO L
W N K DWFZEBN A D A2 THY . R R A HL I RTIZIR ST L 720,

W OUWTL 3 FEM ORI EF LR LT, R G R CEE RAUX, bivbivn s v—77
W& S b o T2 7 NV —T T oma R TE LD, XD A TlE7eL bbb o5t )n—7"T
ITRERLOELEL WT IO RE AL /3TN 775 —D i BB — RS S s R 2
WA R ARG T DL TE, — 5 HEOWISEE R L OB IC IV R B Z 2R T D, LV E
R CIIIBO SR | BN ZEE OB BN LEE LTSI nZ A R E T80 %
DR, T TH AL B D J7 1% [T AFFE S A BIIR IR IE O FIE &2 DRF O L 5
LW B DS T O M A BlAA TEIEZITIRE W, WFZEHIR NI EARRI BCRICIESRE L7227 » 7272
PR EL TERARRNC R T D2 LT TERD 7203, mitKCa F v R DL IREICIIT 2D B F4 e
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TR B -9 2 M/ IMRIZHER L ZH LD L FIFZEh A D, FERFEED, SiE. ek, B
EFoFZEMAL, BAWRGmIIBIT L2 ILFIT L ST E« OWFZEH O B itE 2 Bl L7 iE
BTl Z L b BT B T A—TRROIFENFER DR A 5B TH D, FEERIZHED
W8 NSO EEY U RIC, FiEmota, Mk, Mao@bo R Li-EsEs
REWZ & & THREE 720,

PO TADEFMIEIZB N TEGHREEICL DY T Iy NMERIOR T LIe&ZFIT R TH -7,
— ANDERORAC, TOERCHBET HETO~V U= U Y —2RNEHIND VAT A
H LWEO BARDOREOMERHCIZZN2 ) OFKRRH 72, — 7, IZhe o724 D BARTIIE
T2 Fa RN OMNL S D T & BNENDHERHZ D708 D AWHGE 7 NV —7" D FARITBh B (U
Biz), i THY . o TTHIUE, TNTHOFBTHER, EEORADE ETOFRE
L COMEZ IR SNDINGD T2 Th oo, EWINT LT, AEENEmMEH OB E W 5 AR
REBBEMEZHWZRBRTANZEICR N TE, Wb HER, HEEORADa L b —/L &%
FHZ el HBEICBEB T 2ETHLOMRIN—TEELZ ENTERIENEBERT U b
T NIRRT, AWFFRIL, AU CTEEMIHIREDTE ) %2 &1F 27201213 E 5 T v
HEXDLDEERET N RS EHEEL TN D,

WFENEDFEHNZ SOV TIEE %« DL E S MRIEE 72V, EAMICIZOHELZ/EY 477
o — AMAROTEE, DRI 728 & OO BIRICNIES 2 B S ERED X 1 = X LOfF
Bz T FER TNz, MEZ 22 TDIil, 77 v — A0 S-3 5 i/ MR D fit
32 BRI L 2 B I DA S OB A 7 = X AOMPNCE CREEZIER LIz, <D
MBS DBEICER L E L TATI S i, EIREFEOGRIIBERIRICH D, SHIT, ZHET
ORI L0 il SN2 7V —T O R EHERF LT, I/ MREERD I h 2> R 7 OFREOfEH
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