BIMICBIT S KT F 1 2 IVokkge L OIGE 65

BMIZBITA KT F v 2OV ORERE & DI

A H

L ®IC

BIELHICBWTE R Lb 8B Y
A4 F Y (KY) Fx¥ 2 VOFEFFRAE S TW
B0V, ZFOILDOFELRODEFOTELIEE %
BIFpreE10OTELL LD, LRI, A
PEOFEZEICB VT, BIELH25D KO
TS & ) BE o KHgE K o 25104 LN ICIE
% (3.5~5.5mM) 2~ 3EICINT 5. 0
7o OB OPRE IR D EE LMW X it K
(Ik1) F ¥ VO KT F#MEICEEA % < TH KF
DFEEBMIEILL, BEEMIHIRT 55,
WA DREIZEE S Nat Ca2t O m & B d
AEHIZE DB LCLE S, FAEMmMEBOH
BRI D & i & 15 noradrenaline |35 HERE
KT (IK) FXYRIVDIEDENT VY F—F
FNTHh D Iks NS, —@BEIE X B %
WAEED, F/2Na, KEY 7OREFEIC L Y HH

o

Fa P Nat il B st b4 % o THI A Nat 12 & -
TIEML E N AKTER, KNa 2SEMALT 5. 2
DEHIRIMTIIAMEERTH S KTEiRL A
MXBHRTHH Nat, C2TEBHIKX BT
50T, BEOLERERLAAPELLTY =
VM) EARERSEEL, FMBEA
CE@TBEDOWMIC & ) BEIRH)IC X 5 REIR DS
FRENDL, —F, BIMIZEED AN D A+~
IREDOEALRIGHEEA O Ca? T ERZHDETIZL -
TIHER S FHIZHADTH. LA Led s kil
KB LEDERNLZEEL I 01, £<D
K*F v 2vomcd, ZORMISRAND ATP
MR, [ATPli IC & o CHEBEHE S5 ATP &5
P K (KATP) F ¥ ANV THH9H. #TABT
i, DBIEMIZ BT S KaTe 5+ R VOO X
AL EZDOBRHEREPLICHELZEDL L
12§ 5.

K1 LHTHSNTVWSELRKI Fv RINDOEHELEEZDELSHEE

B A DR G- & AR5 H

A A Y RIR O DG - Zf - Purkinje FRAE HREER - P52 AH

AVAQE1Es Ik EILEN O, 77 b —HOHMER -

Lo 1M/ Y TR, THE A -

Ik (Ike&eIks) RO BEFEPEALIC & 2 AFHIN ) BAL D FEAE
U FEEE IK.Ach UEH OB B, B TRBRAEH & AZEHIHIE A

IK,ATP I 5 D Y Bl TR S 1L D {5 Bl B

IKNa TRHIHIAL O Fe L FEALHESRE -

IK,AA K ML 15 O 1 Bl B L S -

Ik ;NI & 2yi KYER, Ik BIERGE KT &K, Lo —&MS & KTER

IkAch . 5 AN M K&, Ikare | ATP B3 KT &I,

IxNa M Na* 3556 KT8, Ikaa: 7 7% FUEREES KM ER

R ER RSB T A Bl
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66 5 BE Ml M 20% H 15 (1999)

ATP BZEM K Fr L&l

DR, BEEARERMAHEER ORI X
DIGEEAM RS ERICEMRET S, Ihid

[ATPli ® A2 & ) Kate F v 3 L ASEMEAL &
N30 ThHa, Thbb, MEAOATP EE
A 1mM LA T2 5 & Kate F v A VAL,
MM D KE 52 O F % )V %38 - CHBEAE IR
H (WA &) 4. ZO7-0GEEEM
MAsEMmTHDOTHS (M),

KATP F ¥ A VI TR TOLFHMEIC RS
b, ZOSMEEDLE. BEOMRFGHRET
HDHAINVKZIVRFEH (glibenclamide, tolbutami-
de 2 &) BIDOF ¥ A NVOEWETH Y, M
W ATP 253 L72IREETH F v AV E B L T
BEMERFEHTERESES (K1), F/KF
F 4 %) F—FF— (nicorandil, cromakalim, pi-
nacidil 7¢ &) 1%, LA ATP BE P+ 5125 W
WHETYH, F ¥ 20 ATP 2§ 2 BREH % (K
TaRFrANERHOSERY, $72, [ATPli{%
TREZFyANVORAOZRETLZHRFELT
ADP, pH kT, Gi #&[, adenosine 72 &A% 5 1L
TwAS, TOMREEEIEETH LY. K,
TOFA4 v FF—F CIZL Y Katp F v 2V HYE
Hibashs e shty FLar714va
=y 7 (MHEOEREEMIC L Y EEI NS,

ATP sensitive Kt channel (Kxtp)

normal ischemia Karp blocked

™ N

glibenclamide

[ AT P][ [ATP}; [ATP);

K1 LERDATP BZH (Kate) F+ RJILD, A
ATP B8R ([ATP]) IC& 28 & MBaA;EBIE L.
[ATPLi A5 T B & F ¥ A VAR L, IKEIEAL
HrieE ] (APD) HYEMET A% (hak), PARMER
9 16 #% 3 glibenclamide % RN $ 2 &, 2 AT
Kate 7% A VOZEKIESELF Y AV ETH Y
7§ A7z (Gih) APDIXIEFELT 5.

ZDHORRHBIMIC X 20 EEE I 2 B
i) L OBEMEH ShTWwb.

Kate F+ RV O (LEHMREER

KATP F ¥ )V DL B ML BT 5 &%EI2D
WU, ZOENRSLHOELHV724 { 0ER
MRS, BIMIC X2 Kate F ¥ VORI AN
RN IR T 5 L £ X 2BV ZE WY, F
b bH, Katp F ¥ & IV [HEZ (glibenclamide %
5 -hydroxydecanoate 7 &) D#5-12 & V) [ EE
3BT L, Kare F v A VB 138 (cromakalim <
nicorandil 7 &) 12 & ) OEENIERK T 5.

2124 DEBHERERTD. EEIIRER T
DENEY MLEHERZ 3Hz TR L 2 2°
LGB EN & UARRE D 2508k L, 105 B DR io
%, 60HMOBEREITo7. €L T, ZOBD
TEENENL & iR ORERFZAL %, glibenclamide 7)*
GHELZVWES (OB LHAETLIHE

(@) THEHF LA (K2A). JHEEETIE,
IGEEALIEGREE (APD) (ZEIAICERL,
BT % 4T &£ #9604 A1) TRIMAT O APD F T[al
#L7z. —7, glibenclamide (10 M) FHE T T
RO APD 33 BEEEICIL LIER L THY,
F#EE, ERPICAPDAEHE L. Thbb,
M#ECPH F L7255 (glibenclamide f& 3214 APD
WE) 2AKate F v A NVOBOICH R T A APD
W RTEER D L, EIMICL S Kate F ¥ &
VOBRMIEIMp DAL 5, FHERE D ERRH

(~6073) 12Dz HFHNTWEZ LD DS,

2 B 4 glibenclamide % FF #E i B 45 FF 2 5 I
AT AETH LY, TOHETOHERR, 30~
60431272 1) Kate T ¥ 2 VA IZB 0 LT
WAHZ EIXHLENTH S,

R I P O B L R R R ISR L T B
KATP F % A b DJFREA B F R E 2 B & 2§
570, M1ALBOEBLSIZONT, [UKEEN
DEALZMET L REZRK 3 1R T. MERTE
MR BAAG TR SRR ) AN IR A L, FER R
R & & B ICIZIZRIMATORDICE THE L 7.
—7j, glibenclamide % B MATA 545 L TH L &,
PUFIRD I EERER SRR ICEE T 55, 20
EEE—BETH Y, TOHK%, PR O
LB ICEAICERL (@), FER0SICBITS
I I R AT D42% 12 & & o 7z,

Presented by Medical*Online



(msec) no-flow ischemia

160+ /14

Glibenclamide (pre-ischemia)
I

-
B
<

Control

APDgo

120+

100+

80~
30+
20+
104
0 T
-104 rifr T T T T T T 1
-30-10 0 10 20 30 40 50 60

time (min)

Difference

no-flow ischemia
(msec) Glibenclamide (pre-ischemia)
by

160 7

140 1 Control

Q. 4
< 120‘

100 4
80 -
30~
20 4
10 4
0
-10

/i
3010 0 {0 20 30 40 50 60
time (min)

Difference

B2 ERE (1ml/min. g wt wt) TEBIREERLT
WBEIEY FELEERICETS, 109 EIMD
L6077 M B ERFOEEEAIFHRM (APDo) D
Z{k (FIFHSERE 3 H2).

A : glibenclamide (10 M) 25 B L7 2> 5 FFET %
WA, xIEE (O) Ikt L, glibenclamide f71E T

(@) TIXmEIm 7 & U FEEE T o> APDoo 0 4
FWEPHIH S Twb, & TFEOREWES I control
& glibenclamide TPH ¥ 172 f& (glibenclamide &%
W), bbb Kate F ¥ R IVIEHILOFREE
%RY. Kare F ¥ R IVOREHEALAS, Bl O~ %
59 HERZD30~600HICh )Rk L TV 5
ZLITHEE.

B : glibenclamide (10 xM) 2°HiEREHZ > b5
ZbN-ga. oAb FERF O Kate 7 ¥ &
VRO ADHE LA THS. O 2 551H)

—7J7, glibenclamide % PG E %D H&T L7z
BES, RIOATH O OHRG & FERICFHERER I
S0, —@YEOIIR O EEAFRD b7z hs,
603 ICITIMA LT LE -7 (A), Zhb D
B3, Kate 7 v AV O Fe G 16 A i 1L 75

BB K" F ¥ AV OrhRe & .OIE 67

(%) no-flow ischemia
100 * il ; Control
% ?
« 80f
2
2 70
kil Glibenclamide (10 pM)
5 60r from pre-ischemia
g S—
g 501 — 3
$ 40
O sof Glibenctamide (10 M)
20+ after reperfusion
10
0 Riviiee L i L 1 L )
-10 0 10 20 30 40 50 60
time {min)

K3 TEREBRIRERTIEY MVEEEXRICETSEN
/BERBONEHDE (FIHSEE 3Hz).
glibenclamide (10 M) T Karte 7 % )b & R L 72
ST (ME2I2A) TR FERETY L, B
B C BT B UGEED O RIES, I (O) 12
(ORABICHGIESN S Z L ICHEE. (A) &
glibenclamide % F#ETFAGIF 2> LN L 723554,

(R 20 55 1)

TREEIC BT B WGHEIR D OIIEIZ & o THREMICE
HThbHI L, FRBMAPDORZ ST HERTH
128 KAt F % 1 VAR b SN TB Y, EILFE
R EDFAFIEICHESG L TWEZ L 2RRL
TWwWh,

I R O AR IS FEAE RIS B T LT v B KaTP
F v A VDLRRBERFNICEHC2HIE, 20
KATP F ¥ £ )V % KaTP F ¥ A VO3 (KTF v
ANVE—=TF—) TELIZHMIHOLTRS L,
DEREORIEIZ S H IR R AW REEAZ L b
. ZDX) BT o 7o ERAERE K 4 1R
kR

M3 TRLAZZE L, 105 H ORI Tl FEiETR
604 4 I TSI ASIZ & A L100% (R IfL Rij1E)
FCEELTLE ) DT, ZOFEERTIZEIMER
220 CER L7z, 2000 M O)RIMIC & Y APD (X
FHHN AT A%, FRHEF60: 21213 TR I AT
fEICF CTRHIELZ (K4A). LA UEED
DA EMATD30% 2L ©F 57 (X4B).
4 7z > H myocardial stunning (KA 5) DEHE
Thb. —HRAKDOFERZ Katp F v VB3
T 5% cromakalim (2 M) FFETFTIT) &, &
MA B X OEHER T O APD D4 AT BEICH L
B OB & 72 505, FREI605-RICBIT AL
MOREIEIMATOT0%ICE TELL. T4bb
Katp (13 (3 stunning D FEAE % FHiE L, FEER
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68 fE B Wl M 2% F 17 (1999)

FONED ORE R L7z, F 4T R &I,
cromakalim & FHIERB BB EA 205 2 -85 4A
(M4 BHmOKELRA) THIUEISEEICHEL
o2 ThAH. TNIEEIMREEREDE (PTCA,
PTCR) D47 IBs L KTATP 5 ¥ F VB LI3E % ff
AT LOFRMERET LR TH .
IS DEEBRFBERLD, Kae F v A VOB
DLFRENI BT E L TROZENEZ S
N5, $7%bb, Karp F ¥ R UAEEILEN S
G B EALFEE R MG L, EEMAREE
Ca’tF ¥ 2R Nat-Ca? g% 44 5 Ca2 T Ol
AN ADRA 5, FOE, MA Ca’t L
RVPEL 72, C2TF—nN—a—Fizk 5
MR PEE S BR T 5. T ML Ca?t DA Iz
I Y IPHEEADEL L, BT A F ) YEBILE
OB S N5 720, LI OREERE

no-flow ischemia

PERT B, Thbb Kate F v 4 L OiERALIE,
Lz BIEED HRES 5 HOHERECTH S
LRSS,

Lo Lok, LifilEAO I Far FYT7Ich
KATe F ¥ R VHELE L, € DFIAY ATP DREAE
Rl /1y 7V L TW B REEAR ST Sh
T2, F7-BAEERPR T T 68 72 ME— @ Katp
F % Rt — 7 — T % nicorandil 7%, 7 F
DOLEHHIBIZB T, MEERHEED Kate 7 %
4 JV (Surface Katp) OFIIL Y, I b3 FY
7 @ KATP F % %)V (mito Katp) % X 0 5% < BAII
THZEPHBELAEY., Lo TH4IZRLE
cromakalim O FLEMAEH &, surface Kate @ B[]
D 1Z A 12, mito KATP DB % 4 L 7285 E 4% b
STWAHRESH L. ZOHICELTIRSHO
ezl bk wv,

A

APDg, (msec)

L 5]

o Untreated 4
e Cromakalim (2 uM)

20 30 40 50 60

100
90
80
70
60
50
40
30
20
10

Percent developed tension (%)

20 30 40 50 60

Time (min)

K4 BEBIKERTIEY MOEHOEHNEMIFERAB (APDw) (A) LUNHERA (B) OFEN B
ERICEBEICHT B KT F v RIVEIOEE cromakalim (2 uM) DOER.
cromakalim (& B L/ F#EFL T O APD 2045 5 4° (A), FEREOINMENIIEHICSEES
WHTLIZEE. EBRFERRK2 ™3 ICAL. P2 551H)
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FIAREIRED KaTP F+ RIVICH T BEH

I BEHIA 2 IR 38 cibenzoline %> disopyramide D )
e & LC, RIEORAED LIFLITHRE ST
WA e Z D MICER, ThoEY DL
MZBWT, DDA Z S g MlaoD Kate F v
AIVEMERTL, 422 O 2R L 74
TRZVWHhEER, FENAEREDOELVE Y b
LB RHHIE Kate F v 2OV ICH$ B1EH % #iat L
7z.

M5A (EFA vty M) RTITEL, Ml
EFEEMEEECLVELNIENLEY PHE—L
frMiie o Bl W IR E R (a) &, BRIk
YEBRALIC L B ATP EEAE OB A 2, 4-
dinitrophenol (DNP, 50,M) %f{EH & ¢ 5 &,
=70mV & Y Bio e < ahn & BT E I HEm
L7z(b). 72, TOEIE glibenclamide( 1 xM)
X VEEeIcTOy 780 (¢). LA -T,
DNP Tt b & L 7z4h i 2 B3 [ATP]i @k
BT X D iEBILE N7 Kate B (IkATP) & #

BB 5 KY F v 2V OKRE &G 69

Z bk, 2O DNP TIFHFMHEL S 7z IKATP 123
L, H4OHAERORY R EZHEF Lz (5A).
ZORER, Ta FEHIAENRIE TH 5 cibenzoline (10
#M), disopyramide (30 M), procainamide (100
uM) 13 IkATP ZHIHI L7 (MB5A)2, %2k, f#
A L7z R BRR S MR EE 09 2 £5
THh 4. Ic FH o pilsicainide |& KaTP F ¥ 2 WV IZAE
JA L %5, flecainide (XEEE (10 M) TOH
KATP F ¥ AV 2 I 519, NEISEEL S Y F
77 THETHRE L72HRIZL B L, flecainide
1344 & IKATP DA ZHIHI L (IC50=17.3 M),
ZOFhFIT BN TA L ML pH DK T 2 ADP
DRI L D IREGT 5 Z LA L2, Lizas
T flecainide @ KATP F v A VIR 12 BR R B
WIIMEE B WTHA ). B R IEEK
it KTt (Ike) O E W38 C & 5 E40311%, IkATP
e HEWER 2 RS o7z,

=7, bHEOPFAERLE LTLlAsnhTn
% mexiletine X, Katp F ¥ 2 )V IZxf L Cid 70
v PVERD e o 7219,

A B 10 min ischemia /
c-b 60 min reperfusion
o X100 (%) B
-a 110r p<0.01
I
. 100f  p<0.01 o '
cibenzoline 5 f 1
(10 uM) ? 20F
disopyramide @
(@0 M) o . 80r
procainamide 2 ©
(100 pM) 2 = 701
flecainide 38 &l
. 2 M) g 60
nA mexiletine | 28 4l
of s (@0 v | 5 %
pilsicainide <] L
1l P ¢ {50 M) 1 § 40
E4031 i O |
o =k (10 ) 2 8 E
{ i i i 1 20 -
. i S ‘QG @ ‘66 . 60
80 -40 0 mV ‘0‘5@ (\1'06\:&.‘}\@2{:?}\(?\0\ \\“\,&(\\ S
S g TR O
O ('3:\0

E5 {{HEESE 2,4-dinitrophenol (DNP) (50uM) TiEMALZ N7 Ikate [T T 2 B EHAEINR
EBOER (A) EChOSEVMFETICEIT 3200 E ME605 BEER L A2REICHIE LR
4 (B).
AICBUIBZENETNOKEY T 713, EWHEHETO 0mV BT 5 Ikate 2100% & L7z L X,
FO)LOMBHEYICL Y T Oy 7 ENThERTRT. EFTOA4 2y b raldarra—
DOEEN — HEFELE. bIZDNPERAT, c ZHAEIREERS, b & a TR LSS
A5 DNP CifMA L S L7z Ikate, b & ¢ THEF NP PAKIRE T O v 7 SN/ IkaTe.
Kate F ¥ )V % 5k ¢ FRET 2813 LRI ) OEEATEY (B) I &I0EE. (A Y,
B 33T % 55 )
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70 fE BOM O E20% & 15 (1999)

FTIZIRATARIS, 1040 T IR .6 045 6] 75 HE it D
EERIZBWT, Katr F ¥ 2 VD70 v 7 —HFfF
35 LIUEDORE IR SN (K3). £
CTINLHIAEIREOIER %, 2057 &1L/ 6055
FHEEVRIF 12 B 1T 5 UHE ) CHEBMRE L 72k R &
5B (2 /R$.KATP F % A )b % EWF L 2 V> me-
xiletine, pilsicainide 3 & MR (2 xM) O fle-
cainide "CILYNHEST O B4R 1 BRAE & 75257 VAS,
KaTP F ¥ A ) % Jf Bf 3 5 cibenzoline T i,
glibenclamide & [F]&k, HWHET O [ 234 B2 4]
Y (A

& T Ib B O mexiletine (¥ DNP (2 X § {§ AL &
N7z Kate 7 A VISx LEBRERE RS &)
72 (M5A). L2 L%&2 5, mexiletine (2 X 5%
APD ®%H 4513 Nat window current D721 T
BHATELRWEEHETH L. £ TS HITE
M 2 AR ET & AT o 7o FE R, 6 IR TEL,
mexiletine |Z UDP % ADP 7z & nucleoside diphosp-

A
a b c
0
] mV
-50
—_ V/s
100ms
5ms glibenclamide 50uM
b mexiletine 100uM

0 10 20 30 40 50min

hate DFELE T TD & KaTp 7 ¥ )L DB % {2
T 5 LAV L2, Z M nicorandil 12 X A
KATP F ¥ 3V OEHLERT 18T 5.
£21Z, SETICHHEHL TS IBEHIARERD
KATP F % 2 VI T A EH % £ &L TR{Y,
Zhick s e, BELTIafEld Kate 5% AV EH
fil, Ib #EGMEE, cBHIIEES 2R, n
IERTH D, 7277 L flecainide 12OV TIL, &
EikE (<2 M) TRIFADPZWY (K5),
B (10 uM) Tl Krate B A X 1A
DEXIZRYERW LAY, T4bb, 70y 238
EEMKTFEETH B &) Bl A 5z,

& T mexiletine 75, JE I 123 % < LB UDP
% ADP DIEHNIZ B LR IZ 5 < KaTe OB % 3
9 % 7 51X, mexiletine |3 cromakalim [F)5f, &
I #E i R O KaTte 7 % 4 VB[ % 58 4L L stunn-
ing DFEAZFGIETAWREMENEZ NS, £C
T30 4M mexiletine FF7E T CTAT o 72 i IfiL B #E57

a Vh = -40mV h UDP 3mM

B6 TEIEY MLHEIAEHO APD [C319 2 mexiletine DFEHEIER (A) (2, Kate F+ RILDEM/L

IC&% (B) TLERTRE.

A LEFLEMG O M AIEE B AL, mexiletine (2 L 5 APD D4 (a—b) (X, glibenclamide

(50 uM) DOTMTEAEIZMHILT & 52%, Vmax O I TE 2w (b—c).

B HEE Ny FE (WHIAEED) @ Kate 7 v A V&, UDP (3mM) (2 & Y run-down 7> 5
% L 72Kare 7 ¥ AOVIGH) (a) 13, mexiletine (100 M) O@HMIC L D FEL LTLEL (b),

wash |2 X - THIMEIZE L2 (o).
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IS BT 5 KT T+ 2V okkge & OIGE 71

&2 Kap FyRIICHTHRARENRE (la, b, lcBLUIIE) OFA.

concentrations tested
(up to twice the

drugs effects . . conditions
therapeutic concentration
except for¥)
class Ia
cibenzoline blocking 10 M
disopyramide blocking 30 .M
procainamide blocking 100 M
class Ib
mexiletine activating 30, 100*pM in presence of NDP
class Ic
flecainide no effect 2puM
(blocking) (10* #M) outward current only :
ICs50=17.3 uM
in single channel
pildicainide no effect 50 M
class 1T
E 4031 no effect 50 M

Mexiletine %% Katp F ¥ % )V % BI1¥ 5 (213 nucleoside diphosphate (NDP) D FAED VB TdH 5, F 7 flecainide 13 2 uM T
ERIREAE O, 10,M TlE, BROFADFMED L FIZRY) Katp Fv A V%2 70y 7 (IC50=17.3,M) §5. T7&b
570y 7 SRR TH B, CCEE 2 55]/)

A B
AL AL T— 100
(a) —
| S | 2mN
______________________________ =
| T T lll 1 'E 80
0 20 40 80min )
S
.9 60
»
a
mexiletine (10uM) . ks 40
. z e \0
ischemia___ o
(b) = 20
(]

T T T 7/ 1

Control Mex  Pil
10pM 10pM

7 R/ EERESOIEERNZELICH T S mexiletine DER.
A. 205 BRI/ 6053 FFHETRE O INAEZEAL () 1233 % mexiletine (10.M) (b) OEH.
B. 2047 H1i,/ 6043 F HEFREZ JISE L 72 DUA#IR ). Mexiletine (10 M), pilsicainide (10 M)
HICAEEFEICREST BT EIEE. GOk 255 1H)

JYEREAT A, EBINHFICNaTF ¥ 270y
7 &anbkNAE NatERASEA L, Ml A Nat

BROFERO—F](b) ZxIEEER(a) LILICKTA
27”9 . 7 b b mexiletine DFELET (b) Tid,

J I AP D 1 BR T O BN ASEE B IS HIH] S A, xfHR
(a) \CEEAFFHEGE R O e O BE A BICUGE
S,

L2 L7H 5, mexiletine 134T 1 REHIAEE
RELFITHA LI ICNatF ¥y 2D TOY

EEEASRAT B EE, Na-Cazdialc X o Tfrbh
AP Ca2 i N HIH & h, HERE
ERFFILENAEEDEZONS. £IT,
NatF v 2V 7 0y ZERBAICIE, T v &
WK L CYER % b 72 7% \» pilsicainide O F i
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72 fE B OM M 205 F 15 (1999)

REDGER o3t 3 AR 2 S 5Pl CRET L, 20
{5 % mexiletine D Zh & i L7z (K 7B)9.
Z DGR, pilsicainide b JUHE ) D [E11E % A E IR
#4525, mexiletine |2 X AEEIZ I EHEZIC
PEHE4 5 Z LDV L7z, $ 7 b b mexiletine &,
Na™ B EWEH & Kate F v 2 OVBI R O
FHIZ X o CTREIMIZ X A0 stunning 2 [ 1E$ 5
DEEZLND.

i KATP F v RIVESRDERREIE R

Dok, EERO ML (Bif) ) LEH
KaTP F ¥ £ VO, £ OH%RBERI % &
NG EIIRBAET L LUELHOBEBEEDREL
BilbLTwa T l, $hbbEIMIIHT 5BECH
HigeD—2 L LTHWTWwAs I EERLT.

¥ 7> cromakalim 7z & KATP F- v % VB 138 1%
BILATD S G5-FTUED BAHA, FHEREBR» LI
HLTOHHEREELBR L, HERRRRERIC
Ho THRET L L0 DT (stunning)
DFEEFHT A L SHB L2, SEEREOH
WZEIRIBEDOE— BN N Tw b PTCA, PTCR
AT L, YURHHLBEOHEREEDRA %%
NBEZEDNTERV., DL LEIERBEEON
T LTO K F ¥ 2 VEOEOHIE, 4%
RALNIRXBRFO—DOTHALI EELLN
B, LXICHEREERPLOHES TS, KTF ¥
AOVEH O3 ZHE stunning R RAA SN2 & (X
4) 1%, BERP B TEREMICHEOLTWA
Kate F ¥ 2 V%, {GEOF—7 v b & LTESR
CEDEEWERBLTWVWALIICAZS,

—77, I EEMIAEIRIE O PRI 1E Kate F + £ )L
2EWT A0, HOT5b0, £{/ERORW
LD, ZODRp o751 TOEYREETL T
HZ LR L, EHIZINLEYE, FhEF
NOEYE (KATP F 4 ZA 0V IZxT5) 24 LT
IfiL,/ FEREGR RE DL 1 0 [BAE 12, SRR Ao 7
HEYRIZTIENHL LR 572, BARRIZE,
RPN IR I L ) AEIROEEEZIT TV D
BED, EANSALRODHBEL AL, FEHIZ
b B S RN GE, EOHRDLIGES O HIE
R L, ZEEERT 2 b5 S TV PRk
S, VPO REELS 2 HTREETEZTB
(RETH 5.

EbYIC

BILIC X 5.0/ Kate F ¥ 2V OIEMHALIE, &
Il FEGRRE DL BEE I X 5 IGEHRREDIR T %
BRIk <, HBIhED - 7- OB EsgiEn—>
LEZOLND., TOF Y ANVOROZEY T >~
fa—32Z828Y, LHHEZERZD stunning
DRELZBRTE LR H L. F2EERIDL
FRR THEDLNTELHAEREOHIZE, BILIC
&% Kate F ¥ £ VML Z HES 5 b 0, i
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