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Biomarkers of cardiovascular disease
from acute coronary syndromes

Yasushi Takagi

Summary The time period preceding the onset of acute coronary syndrome is characterized by ather-
osclerotic arterial lesions prone to rupture. Oxidized-LDL, CRP, inflammatory cytokines, matrix metal-
loproteinase, and myeloperoxidase play important roles in the development of atherosclerotic lesions
and vulnerable plaques. Plaque rupture is associated with the release of a soluble CD40 ligand,
pregnancy-associated plasma protein A. Comorbid thrombosis may be manifested as elevations of
circulating D-dimer, plasminogen activator inhibitor-1, tissue factor, and von Willebrand factor. The
onset of symptomatic ischemia is followed by the development of a myocardial necrotic release of
myocyte components such as troponins, myoglobin, fatty acid binding protein and CK-MB. The
hemodynamic consequences of ischemia and/or infarction are reflected by the elevation of plasma natri-
uretic peptide levels. Biomarkers provide a powerful approach to understanding the stages of
cardiovascular disease with applications in at least 4 areas: screening, diagnosis, prediction of

disease recurrence, and therapeutic monitoring.
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EIIREELIC & D A O - HESER SN
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THb, BN EED ) LEML IR k-
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syndrome ; ACS) & 3 A2HE&AMEE S, Ih
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R T & O DEZEIRIED N D AMIIE
TR B FEENR O BYIRFEALA & 0 NFED R 72
e L, 2L R MRT - fHIE S
AR S RINADY Al VS L TR A K ¥ el
FTIEIZEBEERLNTW, LAaL, AMI
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(EBYIRAE LI A2 A3 B 2 FBALICAE U B DT
7 <, © LAREESHEELT ORENE
WIEATT 2605\, Thbh, BiE (7
T —7) BENCABR MRIEEATND Y . L
RIMAER S NIAERBIET 2 HETH LI L
AV L7z, BRI PIBLEEIC & 2 Bl T,
ST FAHLLEHHZE (STEMI) Tl M/MR, 7 4
T A FRILERA S B B SE A B SE R AR I
e gL, HEEMEARIE (QUEZE) ITHERT
B DIt LT, FEST LABLU IR /AR Sl
fiE (NSTEMI/UA) TIEFIZM/NMED 5 B 5 AN5E
SHERMABMBRTH S Z L ARSI NI, FE
ST L ARLLAMZECIL, Bl L7277 T — 27 R0
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PTCA: percutaneous translumninal coronary angioplasty
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Fbg : 74 7Y /% . TNF : tumor necrosis factor, MMP | ¥ bV v 7 ZAXx % u7u 57—+, MPO :
I F Y F—+E | ICAM | intercellular adhesion molecule, VCAM : vascular cell adhesion

molecule, PAI . plasminogenn activator inhibitor, VWF : von Willebrand factor, IMA ! ischemia modified
albumin, FFA : BBERRIAEE. ¢TnT @ 05 P OR= 2T, cTnl L FOEZ VI, Mgb: 3427 0E Y
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MDA FAY LI ER L, OB EY &
BEL72E ) A2 UARTET A (M12),
ZDL) BACSOIREREL T ODAT v T
OS5 2 LRI s N, bbb, OF
=2, @7 T — 7 OREEN, @F T —
7 OB - Bike, @IMETER. ORI, ©
DHE - 838, 2L C, QEZE)EFT) v 7
THY (M2), TNFNDOAT v T % KM§
BNAFI—H—HHE S, ACSDY X 7 &
SO 2% 53, IHEDOSIHT, IEHEEEY OEIR,
BEDREOF MR SICBIMH I TV A,

L BIRWEAL 2 S REBIR 7° 7 — 7 Blke~

M OMREY A&H (LDL) 1&&ME, H
PRIF. EPRILAE, Bl Z: EOfERE 12 X 0§
EINMENEMRE TIEA LT, BRILLDL
NEBET B, F72. BESINMENEME
KEICHEHA L -HEEFRT (VCAM-1 (vascular
cell adhesion molecule-1) %°, ICAM-1 (intercel-
lular adhesion molecule-1)]) % 4~ L CIHLE M EIZ
e L72HERIZ, v 707 7 = VIHbT b,
X7 u7 7= VIRRIEMEY A M4 Y (IL-6
(interleukin-6) . IL-10, TNF (tumor necrosis factor)
% &) RO L BT & B - i S
MRALLDL % U0 JA A ikMINE & 2 0 . BRAsEAL
HWilE (79 —72 ; plaque) OIS T 5,
Z D%, BERALL 72iakfigsh o 5 s i
MMP (matrix metalloproteinase) 25, 77— 27 ®
TRHEERE AT B MifEs~ ) v 7 A %55
L, 77— 7 3ARENRT B, THITHNE
(shear stress, FEBIIREEA, MIEZEB) 2 &)
PG LTT I — 7P L., RS
FELZ & D ACSDSFEIET %o

77— 7RIS~ b v 7 AR,
BB O WA DG 505, FEmME D
TR M= ZAMEAE L. MMPOFEBRDHERR S 1L
TWb, 72, 77— VRO TH 5
BOEFAIZIE, EHo~ra7 7= LTY »
INERDSERO B, TV Y SBROEARET L4 V¥
— 7 x 1 ¥y (RGOS < b
Vo 7 AQEEZIHIL, ~78 77 —=YI2B
T 2MMPOZEBLZEAET 2 2 AR S LT W
5o

O X9, BIREEAL e I P R R
FIEX =N — & T T — 7 OREEIIETHE L D

SHEE~Y —H — 25T H I EDPHLNIIR D,
C OIAERIS 2 BRI T 5 2 & T, Bk
ILEBOTRRE R KWL§ 5 SSE~ — 7 — DS IFE S
nTwna,

1) B2fLLDL (oxidized low density lipoprotein ; ox-
LDL)

MEALLDLIZ~ 7 B 7 7 — ¥ 2 jaif b S & 2 A,
MA D HERZ 7 7E S & CTMEREICD | ZAT L &
bIT, MABBENICRA LRI~ 707 7 —
VAL L2 BIiE, MmAIRA C & 2 Bl
%o F72. BR{LLDLIZTY > /38R & AL S 4,
MW EMGEZ T &2 % CEREALO
MR, FRICEIIRBELHZIC BT 2 KEE T 1+
ADHERERAET %o

I HERALLDLIREE 13, AMIO S TIZUA,
SA., fEEHLIBELTHREICEBETHD ., £
72, UAIMERE XL ) ARISEE TH 5,

2) CHUBMEEM (C-reactive protein ; CRP)
CRPIZ 12T CREE & N 55T =#120kDa
DB E T JRPETH 72 MUE JE % RO
T 5, TOBIZERT ACRPIZHD THETH
D, EIEELIERICE DHE (EEECRP ;
hs-CRP) DWLETH B, 7F— 7 BBIZIZEME
R RAEABIS- L T b 2 & A 5hs-CRPIZH.
L7ZZACSOIREZE T~ - —TH Y. CRPH
ERETOTFHRIIARITH B,

3) RIEMY A b A~

IL-6. TNF- ¢ I3 RIEWY A A A v O—FET
HY . HHETOCRPOEAIZES T 5, Bk
TEALIE DSE - HERICD BIEMEY A P A A i3
WS LTBY ., MAIL-6iRE IXSAIZ A,
UATIEEEE 72 ) . AMIfR I TNF- o i85
PEAEDFEGI CTIEFHARTH Y | DIIE A X
Y NOREFEROT B,

4) IOV FF L F—+ (myeloperoxidase ;
MPO)

MPOI TR % RILWE TH ) . S 5 IR
WHEDOZ I THLDLE L2 5 &2 7,
NEET T — 7 1B B EROEEAL, 5%
BFOREL, MPODMIRIIML & ik, 79—
7 RIEFNRFTOBALA P L AR ET 52 &
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AIRE XN D, ML AHMPOIERE 13 B IR O J
SLL72) AZHFTH Y . ACSHE RN T
ags L BEOLMEA XY FFHRTTH
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5 ¥ )y ZAXAZa7ua5 7 —+ (matrix
metalloproteinase ; MMP)
MMPIZHLER B L OSHLERER 2 & 5700 2 M B AliE
M= b) w2 A (AF—=FVRTITATF >V, 7
47Ut 7T % EOMIRBIAETET 5 B
R 2R T AREO—MTHL, TT—
7 ADEKRAL L 72{8F A I EMMP-22° MMP-9 %
BWLTT I =7 2 REEILSE D, M
MMP-9IZACS TIISAIZHI L TEHETH ) .
MMP-9D F5id, & MNEE I EACSD B
BEREICBI L7 — 7O L BE L
TW5b, JIMEILE K2 L7z EE DML MMP-9
BEIARIIRMEY TS 5,

6) LOX-1 (lectin-like oxidized LDL receptor-1)
LOX-ULIFVLLDLR 7 v ¥+ 7 v v I &
DEBZMENEGEIHEL—EDOTT— 7R
TECEGE L Twb, Thbb, FHEHOT
R b — ¥ ZARTEFMIELIC X 2 MMPD 5L TTHE 72
EIEN T OARRENEET B, 72,
MM IEHAL L T 79 — 7 B O AR
ICB5-LTWh, 2707 7 — VRN %
BLTWALOX- 13RS IIC L Dt 2
DIMMHICHEE SN, MATEELOX-11E
NSTEM I OB L. KEE91%., FEFEEER3%
LENT~Y—H—THY, LHPER=UT
(cTnT) &0 56 EAT %,

7) IEYRBSE 4 & 1 E  (pregnancy associated
plasma protein A ; PAPP-A)

PAPP-A X ITHR PG AR C A B & 5 B 150
#%T. insulin-like growth factor (IGF) Zxf L T
A (28 < IGF binding protein-4% 73R L. &
AT B HIGF& 2 BN & &, BIREEAL R 580
THEET %o PAPP-AlX, 77— 7 HEDIE D
KR 77— 7 O ADRRIL < M) v 7 25
BLLTwb, ILHPAPP-ADACSEH I DKL 13
89.2%. JEEEEEIX81.3% TH Y, Lo bR =
~1 (cTnl) BEPEDACSTb.GIMAESE, LA
I, FIRZE & SERET HAHKS ) A 7 7°4.6 TCRPD

L S S I

265 ) EEDOMA. L7 FlINA <=5 =0T
%60

8) W{EMECDY) 7~ K (soluble CD40 ligand ;
sCD40L)

CD4OLIZFICTY ¥ /RERRLM/IMIICZEB L, T
) YOSEROGIE - SREPUG G- L. THEMH X
70T 7=V S DOMMPHILEIRET B, F
7o, M/MROEELIC L D sl s s
sCDAOLIE, 7T — 7 AL EALITHE 9 /MR Il
e % XL TWwhb, I+ sCD40LIZACSD
40.6% CTHEAET® O, MJFgd B T b sCD40L A"
EEFETIRFEIARTH S, F72. sCDAOLE
ERE T O AERAY PGP T b/ MafHE 3 12
L BIHEHETILA XY NEEIGEICHRIE 0
726

2. 77— 7 WikE L B - SR

TEEIR 77 — 7 ORIl 2 5 et &8
JE I BEERE RO 4 ORFABG LT b,
BIR MBS IMENEAIR TCELN TV E720,
Az PRI IREE TR/ R B8 R A - & 13 RO L 72
Vo T = OFEIC LD, B L 72N TR
#o a7 —4"1Zvon Willebrand factor (VWF)
B L OIM/MIEE EH T & 5 glycoprotein I b 4
LTI/ MRS LIRS 5 o RIS/ AT
34 OAFG YR & ) FM oM
WAL S NG WEEALIL /ML Z OE R I
glycoprotein Ib/MMa% 5T A2 L I2L Y 74 7
Vv ERE L IVMEEERDTER S D,
—h . PR THERICAATES 5 ARAE T (tssue
factor | TF) |ZIGMERIMEEE KT (Wa) 25
BT 5 &, HHRRB X O g s 2 TE
fbsih, barErPEgESh, 74797
YT 4 T) ATEWE N, FORIGEAITLN
WETDT 47 YOI & U MR I
MBS 5, ACSTIIEFAEDTTAEIZL Y |
EEIR MR U9 < £724 Uil
S NEENIRIBE EZ DD,

1) HLFEIK T~ (tissue factor ; TF)
TRIZIMEEEE RO RGRFCTH O . BIRAAL
HETOMETERICEE 2 ZEH 2R LTWa,
UARAMITIE, SACH IR EE L T
TFIUR L XVSEETH D . 1B L D ER
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PREESEDL L, TRIUR L VK TS %,
T, METEREMETH 5 EUADFRIFE L,
TFROLANRY MPREOY =T — L5,

D TIRIIFYTIFR=I L Y EE S —]
(plasminogen activator inhibitor-1 ; PAI-1)
PALLHIEIL 7 I A ) v 7 7 F =%
(t-PA) (23T B EBMHER T CH 5, IMH
PALGTEIZAMIO 2 IC 5 L, 188K
T 505, sHREE L Y 5 LRI E L CEfiE
DTH b,

0. DR - BENAF~Y—H—

TERDSLFHNAF T —h =L HENTW
L0, LEEIN - HEY—HT—Thb, ZD
D~ —H — 3R E LB IHT B I ENTE
%o H—MULLHMRE I CFETE 2 LT F
¥¥F—+¥ (CK). AST. LDHZ% & DL IZHF
HTIBELMENE CHLIFT /UL TH
%o I ORI DS W CKRPLDH T A
VA L, BEEHACLE S IO REREOE W
DEHETH B baRoy, 34T URE b
VIR DIRIIE RS AR TH b, L TH
PUHACAS LA B L A~ —# —Tdh 5BNP,
ANPTH %,

LRI - ENA F~— 71—

N R HE IR B 7 & TR AMUCER Y 2
WA P R = AR L 2w 2 & RmyME
FETILLEX EOREFASTBIHAL 2NV LD
HY, ZOL)BEFTIINAA~Y—I—DF
FMEEDSE . N F~—H — DR -
HEABIAALET HE - 74 VA L LEY
B, ENICLERMED D 5o A& ICIZAST,
LDH (LDHI1), CK (CK-MB), I 470y,
LRI A i . BB 34 & VEEH,
FERZUAHY), TNSIEHEICERRE
THES N, HEZRIHIHIA TV,

)7 L7F>»F%F—+F (creatine kinase ; CK) &
ZDOTA VKA L

CKIZZ V7 F ) VERE 7 LT F =2 DR
i3 A EEE T, T 5 ADP (adenosine
diphosphate) <> ATP (adenosine triphosphate) (2

L) ZANF RIS L Twb, CKITHA
RHRAFRER IS BT B 720, FEHL
Lo & B WVIZFAARES R E Tl 25 Mo
L D MR L T, Z0BEORE .
WS 5 Z & DCTE S, ACSTIZASTRLDH &
DOBERN~— - LTHES TV A,
CKI|Z13CK-MM, CK-MB, CK-BBD 320D 7
AVFALLDBFHELTBY, 5D BCK-
MBI R E W 720, DB ED LY
FREOBWEE S L THFEICHE STV
bo Thbb, FHIEATHOCK-MBOD LI
CKIFEDH % Td 5 A5, L TII20%RRE & &
RTH D70, BCKIFED10% LL_EDCK-MB
PIEIET AL, OHIEED 728 DCK-MB
FREEZEZ B ENTE S,
CK-MBIZHICK-M{G P R % VTR AE
T B % 2 15 L CCK-MBI&EME & § 2 %l
FELE 7P VPR E WV CRIEFNTFEET
EHEE LTERT A2 HETHESN TV,
HIE Ll H OCKIGE & MR 2618 - 2 Tl
ENRETH 5,

) IF oy

37U VIRAFRICHE L, MROEEE
BEAFICRE G- LT\ %, FEfAH REE) 247 9 4O
5 TSR A 2 T D T4 L F— R A& B
HTHDHI ML, BREFRMENNETTLE Y
DB IF IO UL EIHFEL TEOR
HErR-LT05,

3478 IS TEN17.5kDat 51 Th
A7, CKRASTZ%: & OEEFEISe4T LTz
AL, RS PRSI, R AMIT
F, IA 780 CIERER 1 ~ 2 FEE Tl
FES b5 L. BRI TR & 72 o 72 sl K
T35, LHBEOBEI N A= —L L
TEZ W ME IRV,

3) b MLEERTERAS A & (heart-type fatty
acid-binding protein ; H-FABP)

FABPIZ. MBI C D RRHIE O E#H - HFE I
BELTB0., DAL R, NGE O3
DT B0 LHIZIGHD = AV F — % E12F
Wil D B BALICIRAE$ 2720, £ R DL s
FABP (H-FABP) 7SE(E$ %,

H-FABPIIAMIN B IR L, 50 F& b 15kDak
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INEWTzD | LEEEICE L TR IR
i - WIS 5 M ICHERET 2 EOFEAT
H2710, LHBEORLBWILL ) T L,
FHEROHE ., OIEES A XOMEER &I
HTH b,

H-FABPIZ &S T-E I CIRAFANPEE S NS 72
B, BHEBILTRETIERT S, 720 B
IO DI DIHFIET S 720, HAPNES R
LWHEALES, & 513 EHHmRE TR ERT
Bo COBAIIZIFZOE L EDLDHED
BiF e s,

4) 34T V88 (myosin light chain ; MLC)

A IR R R T A IGREH O 9
LEDRNT 4T A2 b THY ., YR O F.
B 21372 LT\ b, T E49220kDad
1M oEHEE2HDIF Y VRS (ST
27kDa® I 4 ¥ VBN 1 (MLC1) 1xF&4+&
20kDa? 3 4 ¥ VRS2 (MLC2) 1xf) 2251
BENTWD, BREEE LTllESNL TS
DIIMLCITH 5,
LDBPEE SN S EMLCHT Rz A28
FLRT vz, Zhzle L CLGERE
b BB ESNIZE 78 F PR O
BN v (B & DICERIEMED12%
2o

5) bR =2 (troponin ; Tn)

MOR= VIERE AT 5 T 4 T A v
FCHY, PER=UT (TnT), bPEFR=C
(TnC), BLOFEE=T (Tnl) ® 3 I
Mo Ehb, MORZVFFHIGHORAL ¥ T
BB AN T LDOTHHACIZEES- LT, HIHEE
REAFEL T b, MR, MO LD
B LPUEIERE LR T W 2 &0 6, R
M TG TaT (cTnT) &0FTnl (Tal) 28
HESNTWD,

cTnT & cTnlD 5> {-& I F N ZN37kDa, 23kDa
NSz DR O B A R
T5, £L T, BFHE (10~14H) Ffi L TR
WEBDIZD, LHEEDBI EE % KM AN L
WIREE L LTHMTH B, % B, T Y
FIESEICS 5 BRIRAFL L TWABZD, L
HEPINGRE Ll Ic L7 L, Z0%05
WAL ) E RAT 5 21852 RT,

YR 7 HEOMPIEL LTIE, ACSIZBW
TCK& % W IZCK-MBAS L5 L 2 WEBITH b
R VBEHEGITIRY) A7, ML)
AL I B ENSTE D, T2, UATH b
0 = BB TR RS & i L TR
ARV MD) ZFELRTL, PR Vg
EVEETH BT EERITOANY M2 FET
bo LT, ABehe& 4Bt (MBS
Al b 6 D200 IR VHEIED
FERAT [tE] THILOHEHED TR I3/
S, BBERERICPORYICGERNTE 5,

B, BAEDHRKRAZE TldcTnT & cTnld 2
DOPWE SN TV LD MHEDOBIEREDOKE %
EIFRDOOENL W, 72721, cTnlllERHFE TS
CDA=T—=hbWEINnTBY), By -7
EARL LT, BRBERLEERLET S,

2.0HA NV AT —H—

DB EEXP) TR DA ML AL -
T AW ASTOHE T B E DL A b L A=
— =L LTHIEENS X )% o7, BNPE
ANP, Z1LIINT-proBNPTH 5, Z 15 ILEIML
WX BLHA P LRIV AMIRUAL EOF
HER 2 & W ITTHE ST S L, TERDLAE
WAF<—=H—, LTUEDPY TR {LACSTDY
27 DRBHPULNA < —F— & L TOREREMED
FEHENTW A,

D EF R ) 7 ZFR~ 75 F (brain natriuretic
peptide ; BNP), Fitt7 M 1) AFIRA< 7 F FHEIER
ANFK 7 7 7" 2 ~ b (N-terminal pro-brain natri-
uretic peptide ; NT-proBNP)

BNPI3UvE THAL - 7l S AEERF IV E
YTHY ., N RFRER L MELE (k)
YER%ZHT %0 LEAMCODIEA, LRI 7%
EICLDEE - ST, MPBRESEAET
%o ANPE I L CRUBIZIEVAS, L3R
EV, LAZOREE L TIZANP L ) LTV
5o AMITIIFIEE R DS EA L, 13T, 240
B CAEIET b F72, EAEDAMITIES H
CHE2E—IHROLN, TREEEYET)
YT R TS HEE. BT %O
ARIZHIE L. AMIOFFEZITICER L Shb,
LERREOFHNICEHTH Y, (OAEFEIENE:
DAEDEIEEB L ZORBOFEEL LT,
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£1 UEHEE A A~ — 7 — O

INA F T —H— BEEE | AR | ERE | MM | BRI | SBIREREE
(¢ 1) (R )

CK-MB O @) O O 2~4 8~12

L ba k= ©) (@) A~0 | O~0 2~4 8~12

N A== O A~0O | O~0 AN 1~2 4~8

H-FABP ¢} O A~0 | &o~0 1~2 4~8

fifl: . A5/ 27u~x b7 74 FCLHESDH L~ — 7 —130

AN L B IGHEMRHEOIREL LTHATH
5o

—7J5. NT-proBNPIZBNP® & 5515 R BR ik
proBNPONKWG 7 5 7 X2 » FTh b, ABEHN
7%, AR A 12050 TBNP L ) 6 5
L MHPTOREWES BIFCH L, D20,
MR FASASBNP E I L TRk & <, Mk
DM D E V. NSTEM I 12, STEM I 12k
N, CK-MBX bRV R EPMIETH H12D
HHH 5T, NT-proBNPAEEICEETH 5 2
&5, NSTEM I OJ5 050 A b LA KTH
BAREMED D 1) L T AU R IS0 P R
BN TH B &, FFEREAILHTH S
&, BERERENE - BIEE S o X R R
LT3,

AMITBNP % FHA 9 5 21, BEREL L.
EREFEIL T, LEMEY, = A X — A —fEz A
AT & D BEH TIE20~50%FEEBNPAT S &
b,

2) LEMEF b 7 AFRARTF K (arterial natri-
uretic peptide ; ANP)

ANPIZFE L L TLEPO WS NG RIVE
T, WABFRIEM. MERERERZEL, £
DIFWEFILEEIC L 2 LEHOMEBIZLD
FEEINTVD, LD o> T, LAEPEARE
TiE, OEED EFICIZITHA L T4 ANPE
BEDS LA %o (DB S IMEET S k-
AT 5, EHIT, LERIZHEVLE TOANPAE
BIEATUHES 5 720 I MAFANPIEEEAS E5H-§ 5
IMAEANPIEFE (305 e i & 9 % i
TH Y, AE, Bihe, SIEEZR ETLES
L. HRICEBHEOUETHTT 5, HED
FHIEE OB R LB O, HESEOHZED
RIEL LTHHTH %,

3CUARIEINL - B NA &~ — F — DR &

ﬁ‘ﬁiﬂibf:%ﬁ& @AL\%E[&L . %%“‘/\“/f j—v\7‘—‘7]]
—EEPNENBBAR LTS . SO
TR L CHIRIE S 5 LA %,

D) B UHENA F < — 7 — DR

BEROAER R LHGEEN AT - —L &
NBDIE, CK-MB, i baR=>, I+
¥, HFABPTH b, INH4DDNAF <
— N — DG EORE, FRRE, g2k, Wl
EDOBEED 4 2OEDPHFHMIL, S 5I1Ckd
B TBtk] &% BHER. 13132 FA [HE]
L B AR IICERN L, LIBEETRD
BHNCEBTA2DIEI 470 Y LH-FABPT
HY., FAEH L ~ 28T Bl 2D, 4
~ SRR T4 BIT TBE] &7 B, O b
0K ECM-MBIZ 2 ~ 4 %2 S [htk]
EDIZUD, 8 ~ 12 TIRIFAHIT THk]
& Do AMIDIGHEDHE A HOBETIIMmE
HIOZWAPEETH ), FIER 2 R LLIN O %
JE1X. H-FABP'83% & i b <. T I A
JHEEYDT5%TH Y, CK-MBRLf b O R=
YII20% IR L FH o> T b,

FERMEICOVWTIE, 37V EZ LV
Ll N B AR = H-FABPILUM R SV 50
T . CK-MB b §55k 2 R B 2 1 g,
DB EORREM IO TEV, WIE DR fEM:
IZOWTIE, REA L/ 278< b5 7 43I
£ 2k - A b O AR = . H-FABPTH
HENFHEINLTWD,

LB, INSUHBENS F~— 5 — %/
FTHBICEE L2 NER 52 w2 Lid, Mk
TOXFHTH ) IR Tl 2 5 13H5k
LI ETHbD, LHHEETOLERPTRIZIK
AR FE L R DD, DHBENA F~— 01—
TRRLECEFELRRTL20MH A= T
DLI0~14HTH 5,
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2) DG ENA F <= — DFER

LB ENA F < — B —IZAMITOZBWIL)
DT, HEY A X, BilEROHE.,
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