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ZEBHETCERECRY S, 7o U070 L EMBRETE / ASTEEREICLERBOFHRNK
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L RU®IC

Wk Cld, B IR BB E T B SR o A Rk
X5 v 7 LR I ERER (RCT) O F3: % » CHHIG &
NTws, —J%, HRAOEEHIREBREEIZOBEY
B, ORE, PRICRADOZENEIIHLNICE > T
5500, WEN, BEEEFNLZERB»S, £ 0%EY
BRI HARANZR SR L LZBRRAB,rOHONz YT
VRIS TR I N TwE. S HANE
WHRL LTV APEEINOOH 505, Boke
BLTWERZAHESDLEL 2B %0,

AHZE T, HAADOEEHREEEZIHLN TV
REWEWTH D, WHEE, 7o IF 70 v W EHREEERN
EI /SRR, ATy AR, 25 F 0
BRI R TR L CH S EZ IS 22T 5.

BT AEY VKIS S TWwiz7:
B, HlfTo N FETHLY Yy F 7 E2ITHZET

B T RN KSA6 B 25 IR 22 5 P (T 162-8666 5L RU R 1
[X AT AT 8-1)

(RFXOFE 134 20 [0 H AR BB E S FMES, 2006 4E 12
H - WRtloTHELR)

RS, AFF LTS TIZEIHXHLD, 2) D@ HEL
WCTHRRBEATH Y, BHETCICIEROKHZHE TV 5.
(2008.3.31 %4, 2010.6.14 %#H)

L STENTR QUERI B D 2 < 2 ), FFIEICHE R 5 AT
PR BV EDVWHOE N TH o770, BEEL &h o7z

I MHREHE

1999 472 5 2004 AFIEBIIREE R (OEZE, L - A%
TERRUE) FEB 2 R 5 & U CHRE LT IR KIEBR 2 R 222
FLZOME 18 fEikicB VT4 D0R M X Ik — MR
B L, 3001 IER BRI N ZDH O HHF%E
4075 Bz L, ABtsEoxtg e Lz, BEER A
TR, RS L7 31 HH Z23EmEH & LT,
Fl T = R—A%RME L. BEELTHNER XK
RS, A, AR5 (LVEF), M4 ks
MRAEB(LEZ L7 F=rFF—F, #aLA5Fo—
v, WEfER, HDL 2LV A5 u—)v, CRP, lLiEZ L7
F=V), WEBERTFEIE, BEREE HRE B
Ji) D&M, MEENTOF K, LMEEOMAE ©IniTE
AEMioRE, CABG OBLfE, Killip 478, ST ERALLK
PEZE D REA:, BEZEERAZ, EENIRM L, EEIIRHZH
fr CAEal FATRORZS, EERMREOF M), 20N 1
Ji#EEE (primary PCI, CABG) DA ] 2 3iMZH L LT
HEFEINEGF 2 2 7 (propensity score; PS) # 5 L 7-.
BHEWZ BT PS DS WT 2 5B & SR G- O
Tl 1Oy F Uy 7 &7z & E, SERERICE
LRECRHIEOHELXFEL Y FRL VM EL, 0O
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1 RN RIES] 4075 IO BEFFIZOWT

Variable n
Demographics
Age, mean (SD), y 65 (11)
Men, No. (%) 3020 (74)
Clinical history
Hypertension, No. (%) 2306 (57)
Hyperlipidemia, No. (%) 1739 (43)
Diabetes, No. (%) 1420 (35)
Smoking, No. (%) 2377 (58)
Family history, No. (%) 656 (16)
Cerebrovascular disease, No. (%) 397 (10)
Dialysis, No. (%) 45 (1)
Prior myocardial infarction, No. (%) 546 (13)
Prior PCI, No. (%) 352 (9)
Prior CABG, No. (%) 68 (2)
Revascularization during hospitalization
PCI, No. (%) 3204 (79)
CABG, No. (%) 137 (3)
Medication use
Nirate use, No. (%) 2217 (54)
Aspirin use, No. (%) 3720 (91)
ACE inhibitors or ARB use, No. (%) 2774 (68)
Calcium channel brocker use, No. (%) 1113 (27)
Beta-blocker use, No. (%) 1499 (37)
Statin use, No. (%) 1090 (27)

BT 27 7 A, BEFERIE 984% TH - 72,

b #E= % log-rank test (2 X D MRE L7 HXHEREIX
Cox model # HHWCTHM L7z, P<005 2 HEEHD &L
7z, fEMTIX SAS version 9.1 (SAS Institute Inc., Cary, NC,
USA) Z W TA T > 7.

oL #& 2

L. BEER(ED

X4 4075 Bl 5 B Tk 74% (3020 N), AF fii o> g
fEIZ 65 M TdHh o 72, WILEERFE D57 % (2306 B1), M E
FHRE B A AT43% (1739 N, Bl bR 9 6. 25 35 % (1420
BNZRRO BTz TS OLMERBOBELZ AT 5
BIX16% (656 N) IZF® b, FRISOHBEO A Z A
$ IEBIAY 13% (546 B1), PCI 3 X UF CABG DiG#HIE%
AFHEHIZNENI%, 2% Th o7z BRI,
MRAIX54%, 7AKEY YIZ91%, #IV¥ T AP
21%, 7Y IAT vy VEBRBERMERE /W2 AR
L 68%, AFF T 21%IHEG I N TV,

BRI 27 7 1, BIFERIE 984% ThH - 72,
2. FHERZE

BEERE IS ERIE S G- E N Twieh &) 2 TRESH
L, EMTEECELY FRAL Y MELTHNT S L,
RS s B 1 1.70 (95 % fE X R 1.38-2.10, p<0.001) &,
HRFEOHRGZTDOBRDOETRDO LA LHENH L L%

Nitrates

. 154
=
S 0d 000 e
& Control
54
Hazard ratio: 1.70 (1.38-2.10) P<0.001
0 . - - - .
0 1 2 3 4 5
Mo at risk Years
Nitrates 1677 1553 1467 1365 1017 508
Control 1059 992 942 883 661 268

1 7RV ITFARATIYF UV ITHDOHN T T <AL X —
T

WYL T DSEATIIZE (GISSI-3, ISIS-4) & BRI RSk 5513
BICTPHBRARE 72,

Z 5Nz, 72 MACE[major adverse cardiac event : «[»
fBAE, FEZFCM OAEZE, ROEDE, wiMmTT B EmN
(PCL, CABG) D ififl % =¥ FHR A4 » b & L3l T
b, MHRERE L 1.33(95%F X M 1.15-1.55, p<0.001)
L, WEOWIEEFE U HEBER S T.O0ME A X >
FoOBEIE EEND L EEZ LN (X ]).
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R2 TuURVITFARAAT Y F UV IHIOBET R

Variables Control (n=1,059) Nitrate (n=1,677) P value
Women 254 (24.0%) 520 (31.0%) <0.001
Age 65+12 69+12 <0.001

-69 years 663 (62.6%) 821 (49.0%)

70-79 years 291 (27.5%) 539 (32.1%) <0.001

80- years 105 (9.9%) 317 (18.9%)
Left ventricular ejection fraction (%) 53+13 52+13 0.109
Peak creatine kinase (IU/ml)* 2,506 [1,237-4,380] 1,816 [912-3,551] <0.001
Total cholesterol (mg/dl) 195442 194+41 0.25
Triglyceride (mg/dl)?* 104 [71-152] 102 [70-146] 0475
HDL cholesterol (mg/dl) 48+15 48+13 0.832
C-reactive protein (mg/dl)* 0.3 0.1-0.8] 0.30.1-0.8] 0.237
Serum creatinine (mg/dl)* 0.8 [0.7-1.0] 0910.7-1.1] <0.001
Hypertension 509 (48.1%) 983 (58.6%) <0.001
Hyperlipidemia® 422 (39.8%) 674 (40.2%) 0.859
Diabetes mellitus 331 (31.3%) 669 (39.9%) <0.001
Current smoker 618 (58.4%) 888 (53.0%) 0.006
Hemodialysis 9 (0.8%) 25 (1.5%) 0.14
Prior myocardial infarction 108 (10.2%) 306 (18.2%) <0.001
Prior PCI 73 (6.9%) 156 (9.3%) 0.027
Prior CABG 16 (1.5%) 41 (2.4%) 0.096
Killip functional class

I 930 (87.8%) 1,391 (82.9%) <0.001

11 67 (6.3%) 124 (7.4%)

111 33 (3.1%) 119 (7.1%)

v 29 (2.7%) 43 (2.6%)
ST-elevation myocardial infarction 904 (85.4%) 1,283 (76.5%) <0.001
Anterior myocardial infarction 512 (48.3%) 708 (42.2%) 0.002
Number of narrowed coronary arteries

<1 628 (59.3%) 608 (36.3%)

>2 248 (23.4%) 555 (33.1%) <0.001

Non-coronary angiography 183 (17.3%) 514 (30.6%)
Left main coronary artery lesion 11 (1.0%) 13 (0.8%) 0472
Primary PCI 751 (70.9%) 887 (52.9%) <0.001
PCI during hospitalization 891 (84.1%) 1,096 (65.4%) <0.001
CABG during hospitalization 31 (2.9%) 88 (5.2%) 0.004
Medicaditons at discharge

ACEIs or ARBs 724 (68.4%) 1,005 (59.9%) <0.001

Beta blockers 340 (32.1%) 540 (32.2%) 0.959

Calcium channel blockers 23.0 (21.7%) 615 (36.7%) <0.001

Aspirin 962 (90.8%) 1.469 (87.6%) 0.009

Statins 257 (24.3%) 371 (22.1%) 0.194

RSB G REICIE, S, RILE

L Lad s, HBREORG-HE 0 BHE F 2 58

DENEIBS DL, MERERGHT, ARIERIE
<, RIERHRIEZ &6 0F L2 BFOH G 1o 7.

DF D, fEBEELS SN BE i?&?ﬂ.?%
CHETHUREED L ZEPHLNE R o72(FK2).
TR OG-/, FHEGHOBBTZNEN “bb\f
propensity score # 5L, ERTELIZ1: 1 DYy F 7
Ao THEMZM L, SO THBER S8 L ek L8
D2WEER L7z, ZOHRE, HETEEERICHEEE

 BERIE, BREICTERAREAPER SN TV L3P H S 72

D% RN G % #3472 (£ 3).

Ry F VT EROHENNRER TR 21T L &RTT
A E BREE IE 1.06 (95 % 15 HHIX ] 0.82-1.36, p=0.67) &
HEMTPRICEEA TR {, MACE (major adverse cardiac
event :DMBE, FEFFEMOHMELE, ROEDOME, PCI
or CABG Djif7T % &) T H MG 097 (95% 1518
X# 080-1.17, p=0.725) L RX ) FRICEELZEIRED
N ol T2, BMIMEREBRIZL ST THHN
ML 1.12(95 % EHEIX | 0.73-142, p=0.90), WEHEIIR
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R3 TaRVITFARAATRyF U I BEOBEE R
Variables Control (n=883) Nitrate (n=883) P value
Women 227 (25.7%) 215 (24.3%) NS (P=0.510)
Age 66+12 66112 NS (P=0.868)
-69 years 520 (58.9%) 514 (58.2%)
70-79 years 260 (29.4%) 268 (30.4%) NS (P=0.834)
80- years 103 (11.7%) 101 (11.4%)

Left ventricular ejection fraction (%)
Peak creatine kinase (IU/ml)*
Total cholesterol (mg/dl)
Triglyceride (mg/dl)*
HDL cholesterol (mg/dl)
C-reactive protein (mg/dl)?*
Serum creatinine (mg/dl)*
Hypertension
Hyperlipidemia®
Diabetes mellitus
Current smoker
Hemodialysis
Prior myocardial infarction
Prior PCI
Prior CABG
Killip functional class

I

I

111

v
ST-elevation myocardial infarction
Anterior myocardial infarction
Number of narrowed coronary arteries

<1

>2

Non-coronary angiography
Left main coronary artery lesion
Primary PCI
PCI during hospitalization
CABG during hospitalization
Medications at discharge

ACEIs or ARBs

Beta blockers

Calcium channel blockers

Aspirin
Statins

53£13 53£13 S (P=0.426)
2.365 [1,160-4,300] 2,205 [1,078-4,026] NS (P=0.088)
194441 195+41 S (P=0.547)
102 [69-148] 104 [70-150] S (P=0.617)
48+16 48+14 NS (P=0.790)
0.3 [0.1-0.8] 0.3 [0.1-0.7] S (P=0.279)
0.8 [0.7-1.0] 0.9 [0.7-1.0] S (P=0.226)
452 (51.2%) 453 (51.3%) NS (P=0.962)
339 (38.4%) 335 (37.9%) S (P=0.845)
293 (33.2%) 282 (31.9%) S (P=0.576)
504 (57.1%) 527 (59.7%) NS (P=0.267)
7 (0.8%) 9 (1.0%) S (P=0.615)
103 (11.7%) 94 (10.6%) S (P=0.496)
68 (7.7%) 57 (6.5%) NS (P=0.307)
15 (1.7%) 12 (1.4%) S (P=0.561)
763 (86.4%) 782 (88.6%) NS (P=0.210)
64 (7.2%) 42 (4.8%)

31 (3.5%) 34 (3.9%)

25 (2.8%) 25 (2.8%)

739 (83.7%) 734 (83.1%) NS (P=0.749)
420 (47.6%) 394 (44.6%) NS (P=0.215)
465 (52.7%) 470 (53.2%) NS (P=0.890)
242 (27.4%) 235 (26.6%)

176 (19.9%) 178 (20.2%)

11 (1.2%) 7 (0.8%) NS (P=0.343)
592 (67.0%) 579 (65.6%) NS (P=0.513)
720 (81.5%) 694 (78.6%) NS (P=0.121)
30 (3.4%) 34 (3.9%) NS (P=0.611)
577 (65.3%) 581 (65.8%) S (P=0.841)
287 (32.5%) 277 (31.4%) S (P=0.610)
213 (24.1%) 233 (26.4%) S (P=0.273)
803 (90.9%) 797 (90.3%) NS (P=0.625)
206 (23.3%) 194 (22.0%) NS (P=0.495)

RIS G & I SRR O BF M TEERRF R Z DMPRAR L %5 D DIZOWTEN LW REF 2157

IS X BB & O SE O 38 9E T b M fE BRI 1 1.07
(95%EHEIX ] 0.78-147, p=0.67) L T XTHOFHIZOWV
TPRICHE IR0 -2 (K2, 3).
3. TrIFTUYVCEBBRAEE / ATEMERE
FREDO T HEZH TS v F ¥ 7 OB RN
L CFBIEHN % 4T o 7275, &30 I H & B EE 25 0.75
(95% 3 HEX [ 056-1.00, p=0.056) & EDMEMAR S5
LA ELRETE oz, T2, MIMERBIZE S5
T AR A B B2 A% 0.90 (95 % 15 #H X [ 0.60-1.35, p=0.61)

PR O BAS & 2 58 TLIATR G B EE A% 0.94 (95 % 15
JEIX [ 0.70-1.39, p=094) B X " MACE T b Hix b g
A3 1.16 (95 % EHHIX ] 0.92-146, p=022) & &FETETldk
HOMEMBROSNZDIOD, FOMDIY FRAL Y FT
BPRICEEZEIR SN D72 (K 4).

4. By LIERE

FRIZ~ v F ¥ THRICEN 24T - 7225, &R TN
fi B EE 5 1.06 (95 % 15 BHIX ] 0.79-1.44, p=0.69), M il
FERBIC X B I BB AY 1.17 (95 % 15 BEIX ] 0.78-
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) Nitrates
o~
s 07 ontrol
54 e
Hazard ratio: 1.06 (0.82-1.36) P=0.678
[}- el od r - v
0 1 2 3 4 5
No at risk Years
Nitrates 883 832 802 T67 621 305
Control 883 821 772 719 507 201

M2 TuxXyYIYFARATIVF VI HBOIT T <A ¥ —
AR

RS 5 & IEB G M O BB R TR FRICEN TV E W)
i T Y

1.77, p=0.44) R B IMPECRBIC X A58 TR fE B
A% 1.22(95%EHEIX [ 0.86-1.71, p=0.26)H & I’ MACE T
b FHXT & B EE A% 1.04 (95 % B HEIX i 0.82-1.31, p=0.76) &
FTRTOLY FRAL V MIBWTTHRICEELWHEIZR
SNeholz(X5).
5 AZF>

bILbNOTF—=ZIZBWTIEBEIZE 542 5 B8HHED
b, MEEICRELZEZATHEDY, ZOHRIITHAY
FEBNCDOWTHMEZIT o728 2 A, RTINS ERE
2% 0.63(95% 12 FEHIX A 0.44-0.90), MIMEEBEIC X BT
TIIAHR BRI 25 054 (95 % B HEIX ] 0.29-0.72), EENIR
FRZEB X AR ZEIC X 3BT I E IR A5 058 (95%
fEHEIX I 0.33-0.64), MACE TdMAERBREAT 0.71(95%
EHEIXH 059-085) L T RTHZY FRS ¥ MIBWTH
HICTHROUHEICHE L TWBE I EDbh o572 (X6).
HIZ6 A HBOBIV AT —)V, HDLa L A5 10—
V, LDLaVATu—VofEzEllT5E, A¥F Ui
5#pfalL A5a—), LDLalLA5Fa— Ve FEIC
WA S, HDL I L AT T — VOEIZEAR WV E WS
HEPHOSNRIZ (K 7).

v. £ =

SHOMETT, MKTIEE L DT ¥ 2LILEGABR D
MEIS, SEREENCBOWTRENFHE2EETLIE
WThHbEVbRTWEAYF VL, HAANDLHHZE
JEFITH ZOHERMEARIER S N7z BEOBENIEDR
REFRRY, WREORG LIUOHHEELZTOFHRLED
FICIEBEE RO N otz Ty IFT vy VA
fi 35 B 5E / [R) 2 ARG DU 1 s B ) o0 7 14 2038 oo fi 1)
VRO ONTPERBETIEI o7z, ANV A
KOG LTFHEOMICHEEIZRED SN h o7

Nitrate
(After PS Matching, n=1766)

better «— Nitrate —» worse

1.06(0.82-1.36)
P=067

(1) All cause mortality -1-

1.02(0.73-1.42)

(2)Death from CVD -
P=0.90
(3) Death from CHD o f— 1.07.(0.78-1.47)
P=0.67
and Non—fatal MI
(4) MACE D 0.97(080-1.17)
P=0.72

0.2 05 1 2 5
3 Wy FUIBROMEBRICBIT S ZFOMI Y KRS ¥ bokER
PR, MMIMAETE, (LMAFSE & IEBFEME O E DS RE, TH
LA XY N (MACE) DRIEIZB W T HINEEHRZ S T%
ANRET &SR WHITRIB S N

ACEI/ARB
(After PS Matching, n=1748)

better «—— ACEI/ARB —» worse

(1) All cause mortality =" A75(058-1.00)

P=0056

(2) Death from CVD -t 0.90(0.60-1.35)
P=061

(3) Death from CHD —- 0.94(0.70-1.39)
P=094

and Non—fatal MI

1.16(0.92-1.46)
P=022

0.2 0.5 1 2 5

4 ROFUVTHROTVIFT VY VEBREEENERE / F%
FARREPURC BT B TR

ST, B, (OIMEEAE L IEFFEM DM EOSE, T
DA XY b (MACE) OFEIC BV TEHH OFFNT Tld T
WENT LIRS o7

(4) MACE -
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CCB
(After PS Matching, n=1674 )

better < CCB > worse
(1) All cause mortality -1 LB (Q7o-144)
P=0.69

1.17(0.78-1.77)
P=044

(2)Death from CVD TI—

1.22(0.86-1.71)

(8) Death from CHD —

P=026
and Non—fatal MI
(4) MACE —t e 1.04(0.82-1.31)
P=0.76

0.2 0.5 1 2 5

5 XvF U ITHEDNIVY T NSRRI BT B PR
AFETE, WIMAESE, (OIMEEIE & IEBIEM UMM E D StE, 158
LI A XY M(MACE) OFFEICB W THE DN Tld F#%
BT 21375 hh ol

Statin
(After PS Matching,n=1304)

better «—— Statin —» worse

(1)All cause mortality __I__ 0.63(0.44-0.90)
P=0011
(2)Death from CMD_oo 0.54(029-0.72)
P=004
(3) Death from CHD _____ 0.58(0.33-0.64)
and Non—fatal MI P=0.03
(4) MACE —_— 0.71(0.59-0.85)
P=001

0.2 0.5 1 2 5

K6 <vFvIHBOAYF BT L TFEREN

AR, BRIMAESE, (OIAESE & IEFSE - O ZE D38 E, F B
LIEA XY P(MACE)OEDZY FRAL Y MZBWTH T
PBUEICHET S Z EAURB Sz,

Statin

Changes in Lipid levels from

-30 -

Baseline to 6months later

F 3 statin(—-)
I statin(+)

0.3% 0.3%

- 26.4% *:p<0.001

*

Total HDL

cholesterol

cholesterol

I
LDL

cholesterol

K7 A¥F &5, FRGHEMOILATFT— VLNV OE
BESHTIIRILVATO—)V, LDLILVATU—LVEAZICHAEE, HDL IV X7
O — VOIS v & v ) RPNz
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1. FHEREE

DA ORI B W TR b T 2 i3RI
1990 AEARICAMC B W THIE F TR L RITTHIEAL
TR ERTd B GISSI-3Y, ISISAY2ThbhTHY, Mk
ORI OHBEEBEOTFHRELE LRV RO
SRTwA. Lo L7%d S GISSI3 1 6 3R, ISIS4 12
WU 12 7 H & ARWFZE & Jeik U T I 48 W B L
LEFHSTWS,

— BRI BV TIZFEBEIC, Ishikawa 5% 13 MEE 2 &)
DA REBORER, ZRFBHICAMTRWIE2 D 2, O
HEEWEMEELEHELTWDE, T2, BHA - KEZE
IV ATFZEIC BT Nakamura &% DSEIZEITSE O & 55
5, DHMEREICHBEEZIXGT 5 LT, TOBO
LHEEEEENPEEDL EHREL TV 5.

Lo LadsSbhbhid, BIEWRTESNE
BlOBEFRESYF V7L, TOX Y F V7 LIEN
WRER D SEN Z24TH 2 & T, OHERF B
ARG LTOZOFHEMEIELI LI LV EDUR
XNz, SEERESNZZE T Kojima 5775, JAC-
SS study I2BWT 2 4E B OEREWFFE TARBISE & FARIC 7
ORY YT A RAATRyF VT &2V, &IE, LHEIL
DIEFRThoT Y FEA ¥ M2BWTH MR
I GBI A B o 2 e fim O Tw b,
%72, Kohro 5¥% JCAD study 2B T, 13812 D&
BIREEEE CHERMIT 21T &, MEBEEITFHREH
EXELHEFLELBP, TUXRYYTFLRATIY TV
TERAT)ETFHUE LRI TYA.

2. TrIFATU Y LEBMBRIATE / AREEERE

A TREHREREZICT ATV IVFTF VY U
P R B SE /) 2 AR RS SR (S B 3 2 KBRS IR SRR
ML < H 5%, PEACEYREBAREMZIOLELTH
Fohsd, RRABTREN—FZ Y FRAL Y MZBWTEH
BhEE ol fmoonhTnaas, HKE LT
WIRREED 72% S MATHEMZ T TICZITTnwE I &R
E, VAT PHHMICT K B o TnEDIZTFHIC
HEBENR R o TR H L Edm L ShTw
5.

¥ 72, AFTIZLEES28JAMP study'” 247\, HAA
DL EFIC ACE IIER A5 L TH, 20O
T, DEE, DEORS, OMmEA XY e
LI LWEF hoFHML TS, RIFZEICBWT
LRBOKEERTEY, KO EIZL D PEACE
BELUJAMP study ZXH3T5HdbDE L7
3. BTy LIERE

—F, ATy AFEREIZOWTEIMI BT S KB
FRR BRI B W TIZ CAMELOTWV R ER A3 5. —RT >~
FRA ¥ b T 5 amlodipine #E & 75 L REEO A EL0 ML
BANRY POHBIZBWTH VY 7 AREHEERTHREZY
‘L2 W) RmEHBTwA. $£72, INTERCEP trial®

TIX 874 BID ) - Mk LA ED WO SE R % W3
LT, RV FRA I TEAEELARL, LH»LIE
FECTE L ZE & AT M 2 KT S TWv 5.

F72, HARIZBWTIZERD Kohro Y B EHF RO
X F VT ERATVDHEEREGIC B B VT AL
FIZOWTIEFPHRZEAZIELERE LTH@IT TV
5. FJIMIC-BY T AN o AEHHRIET v V4 7
VIV UEMBRHEREL ) SBRABESRERFOL D
O, —RZYFRAL VP THZRTZ Y FRAL VM THA
BENG o zEfmoT o Tn5.

MR T 2RO HRCKDOKERTH - 72205, SHDbih
HIUORERD SEH VT KPR BB R R
BRO—RT Y FRA Y MZH72500MMEL XY MIDWn
TREEL RV EV I R TH - 72,

4, RaF>

SFTODAYF VICEHT LT v A ilIMIBWT
(X LIPIDYW % RIKS-HIA® 2 E ML DI EF ¥ A0S
D, TNSIEL SR Y F U HOMHEERYE 2 & 4RI
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