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Survivin |X E2A-HLF @&z 5 K F o
Tt CHIMFALIZE S5 %

BB EERIRS MR
RATHHT

E 5 t(17:19 &MY v MM acute lymphoblastic leukemia (t (175 19)7 ALL) (3 E2A-HLF @41
TRN—VARIZI DMLY S, £ (17197 ALL Esurvivin 258 FEH L, BE2A-HLF FIF Y AT T4
725 2 dominant negative (dn) @& A Tsurvivin DFEEPIH SN L —T5,t(17:19) #HLAEWALL (¢ (17
19)"ALL) #IFBICE2A-HLF ##A$ % & survivin SEFEH L7z, Survivinidt (17 5 19) 7 ALL TlZ &M 3
HWTERHAL TV, LE—=F =7 v XA TE2A-HLF Zsurvivin 7 10 & — & — ol By JE 0 B8 8 5 % 480 L
Twizo £(17 0 19)" ALLMIRIZ survivin (dn) 238 AT 5 L &MRBTT R b= 294K L. D EofFR
5 E2A-HLF 25l &AM B Csurvivin # BHFFE L AMHELICE S L Twa 2 LEAVRIE S Nz
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t(17:19) &%V ¥ MBI acute lymphoblastic
leukemia (t(17;19)" ALL) ZEzMEIC X Y E2A-TILF
BARERNT (E2A-HLF) %2#4L, FRIIEBEDOTAR
TH Y. E2A-HLFIZE2A O 5% YL %3k & HLF
DOR—Vuy -0 v rYy—4Es (bZIP) 265 5
E2A-HLF O#sEEHALEIBROLERA R I F ¥ A F T
4 7 (dominant negative, dn) &t (17:19)"ALL &7
KPP ARELSHEIEPMESRTREY. E2A
-HLF i3 Baf-3, FL5.12#fd & v o 72 IL-34&47 M~ 7 X
BREIERAMIIE L DIL-3%2 AL LBDL TR I—Y ALY
W LEETAZEWbhroTBY, YA IV T TN
EERBREN L7 R b— ¥ ZHIC & o THIMREC
M5 LTwseEr5N5”. Baf-3HIlIDIL-3KRER
PRI Ras DIEWALDLETH 5 Z &Y, E2A-
HLFIZW I $ 5 A # Y bZIPEE 5 A T- E4BP41% Ras-
phosphatidylinositol (PI) 3-kinase & Ras-Raf-MAPK
AALCHEEINL I LY, E2A-HLF O T E{z T an-
nexin IT1ZBaf-3#If2 CRas BB Z /A L CHHHFMIN

J

TR 184E 11 A 1 HEfs, Pl 184E12 A 156 B3 #
BURRE RS « RAREHT
T 321-0293 HiAR TERHE AR LA HT L/ Mk 880
WMER RS NERZE

52k k0” E2A-HLF O FH#fE T Ras ¥ 7 F
EERBENALTTE =T 2% WH LTV A REMAT
B\, E2A-HLF ® Fii&A 1 & L Tinhibitor of apop-
tosis 7 7 3 U —IZJ@ ¥ A survivin 25t (17 5 19)" ALL @
M7 RF=VACHEES L Twb I L%, REFFETIEIEH
L7.

Survivin IZTL-3¥: % #% b Baf-3#ila ® 7K b —3 R
BRI HIH LY, c-H-ras!d Ras/PI3-kinase & Ras-
Raf-MAPK % 4 L Csurvivin D5 B2 FE L Tw5°.
Survivin SRR FENICRRT L LW BFBERT
2570 2 NIERE B S EE D cell cycle-dependent el-
ement (CDE) & cell cycle homology region (CHR) 2
X0 CLHOZREIMH S T, G2/MBIZHEIGIZF
HT520TH5Y. Survivinld4FHOAL T =~
(Thr34) »*mitotic kinase CDC2-cyclin-B112 & 9 1) >~
BAL S IEEILT Y. 20V VEALEMEOKRE L-ZE
BAKThr34— Ala (survivin-T34A) ZHMHFET 2 L
L DEEHETT B b= APE LA Z LPHEX
NTWw3"Y, E2A-HLFIZ & ) #% S 17z survivin 2B
RIBRMRE D 7R b — P A e SEHMmEEL S
V) REMAVRIR EN 2D THIET 5.

L&

Survivin, survivin-T34ADO7O—=>%
Survivin ¢cDNA d & b BRiBRY: ALL#RREH & ) RT-
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PCREBETHR L. vy —2 2> v 7T bsurvivin
(GenBank no. XM_037198) OiEHKAFHI & O —F % FERE
L 72. Survivin-T34A it site~directed mutagenesis %
WZCTHSN21.6 kb DR b survivin cDNA # W7,

MR EEE & cell survival assay

b bt(17:19)" ALLM B2 # (UOC-B1, YCUB-2,
HAL-O1, Endo-kun) & t (17 : 19) " BIymAl R (Nalm
-6, REH, RS4: 11, Jurkat, 920, HL-60, NB-4) I
10 %G R1E (FBS) &7 RPMI16A0EZE T2 L
7z. Nalm-6/E2A-HLF i fg 1%, Nalm-6IZE2A-HLF
%A A A FZpMT-CB6™ (FRauscher IITHE+ X ¥ i
5) 2 50 AT7223arLzbDThHhE oYy
A bZ 7 T S (Zn®") M (Zn+) TE2A-HLF
DHEENBY. WIRL LT Nalm-612 pMT-CB6™ X2
¥ — DA% EA L7z Nalm-6/pMT % H\v:7z. UOC-B1/
E2A-HLF (dn) #IAZIZE2A @ AD1EEIEHALAEE O
K& HLF O DNARS & BB OER % 4§ % E2A-HLF
(dn) # UOC-BlIZE A L 2fMila <& 5%, UOC-BI,
Endo-kun, REH & Jurkat#ll J2 12 pMT-CB6" survivin-
T34A D 5 WIEpMT-CB6" X7 ¥ —D A% EA L 724
% Zh 2 U0C-Bl/survivin (dn), UOC-B1/pMT,
Endo-kun/survivin (dn), Endo-kun/pMT, REH/sur-
vivin (dn), REH/pMT, Jurkat/survivin (dn), Jur-
kat/pMT & L 7.

J=H¥rJavhEALsTOY bk

1 ug®mRNA%Z1%7 70 —Z 7 ) CTERAIKE L
FAQIAYTIIZTaOy ML, NMTYFAL -
a VIZEEER G 447y MEZHKE RIPA
buffer (150 mM NaCl, 1.0 % Triton X-100, 50 mM
Tris-HCl (pH 8.0), 0.1% sodium deoxycholate) #* H
WCEHLZMM L. SDS-PAGE % £ L, PVDF %
YTV Tay ME EEEHCTLRIVE L BUS &
¥, 2RPUFIL HRP-anti-rabbit F 7213 HRP-anti-mouse
WEZTT) VA

ITIVpYIT—32

AT — - TU— kYY) Ta—=F) TV
I—3 3> (CFE) #IESRR6Y TV b =Y ary
AT Lk 45 mlFx v8—%FHw/ (Hitachi Koki, To-
kyo, Japan). FIELMIBEAR]~2 % 10%#fa% 1% FBS
A D PBS 50 mlHZ&E# L, 4CIcTwa —% —3#E 2000
rpm CHHE 16~ 28 ml/min T4 U729, 518 1%
propidium iodide (PI) #fmL 72— 4 X b)) —iE
WZTRE L 7=,

B

A

HF DJMS
MR 773 5 K U RRSE D ST

7R =3 AE AnnexinV-FITC# fivwT7 a2 —+ 4
b A N —ETHAT L7z, Caspase BIEHNX20 uM z-
VAD-fmk (BD Biosciences Pharmingen, San Jose, CA)
M U7-. Terminal deoxynucleotidyl transferase-
mediated dUTP nick-end-labeling (TUNEL) i Apo-
BrdU TUNEL Assay kit (Molecular Probes, Eugene,
OR) ZHwT7u—HA b X MY —ETHEL.

Wo7x5—HLR—F—=T7vta

b MEBEL D & bsurvivin SEBEOREI VU RS
P A PCRIEIZTZ u—= 27 L pGL3-basic "\ ¥ —
(Promega, Madison, WI) (Z#a A&k, ZhFHpGL3-
124, pGL3-190, pGL3-265, pGL3-480, pGL3-675&
ZAFiF 72, pGL3-124 mutlid22CDE (-6& -12) ®
ER AL, pGL3-124 mut2iX22>CDE (-6& —12)
WZIMATCHR (—42) CZEE%24 L, pGL3-190 mutl
(¥CDE (-171) ICZE®R 2 £ ¥ 5. Nalm-6/E2A-HLF
M (1% 10° 124 pGL3-survivin 7@ E— % —2 > 2
M2 27 b EPRL-TK %19 : 1® Ik =% TLipofectamine
2000 HHWCRBFICEA L, 24HEHBIcH 23 L
TE2A-HLF % ## L 72, Zn—, Zn+ T Dual-Lucifer-
ase Reporter Assay System (Promega, Madison, WI)
Z HIVCHbE L7z,

#HEA Apoptosis Inducing Factor (AIF) DOEE

BHEICTHlE 2 L L, 1RPUKIZITAIFPUR, 2%
PURIEFITC 7 RUVHLY F1gG & F v 72, #1324, 6-di-
amino-2-phenylindole (DAPI) T#% 1 L, Olympus
AS0HEHMSE (Olympus, Tokyo, Japan) TEIZL 72,

s R

t (17 ; 19) Y ALL T® survivin &%H

420t(17:19)" ALLMI R # (UOC-B1, YCUB-2,
HAL-O1, Endo-kun) Tidsurvivin mRNA & & (K
1, 1B, 3B1~4%1), t(17:19) "B Ratkic g
L TR 5~9%1), survivin @58 2 a5
HEERYE I 7% A acute promyelocytic leukemia (APL)
FENB-4"" LARETH - 72 (175 19)" ALL Tld sur-
vivin i ZEGEB CTHEI SN TWwWAE BB (1~4
F1), t(17:19) " HIMHHMMEEME TlEmRNA & &H%H
BYP—HET, MEHMERE S (5~9%41).

E2A-HLF @ survivin 335 ZE &5
E2A-HLF Asurvivin # FFi&E L TWwW A 02 Mah L 7.
Nalm-6/E2A-HLFZZn+ TE2A-HLF % & % (X



34(1) (2007) Survivin 2 E2A-HLF O TR TH 5 T23
- o — 5 Nalm-6
B YS 2o - o Nalm-6/E2A-HLF /pMT
g g < ° 3 = 5 & 1 oo ZInn 0 2 4 8 12 24 0 24 (hours)
Tw=z xS oI 2 - i ee i "™ em «suvivin
'.'.‘ - el sunvivin L , <« pactin
. -acti

M <« s-actin

<« E2A-HLF
) a-tubulin

6 7 8 9 10

1 2 3 4 5
X1 b A MBI O survivin 583, (L2B) poly (A)
+RNA® /=% 71y b, Survivin, B-actin® 7
O—7TNA7YFAL X L7 (F3B) 424/70
v M. Survivin, E2A-HLF, o-tubulin ®4FEIUET

A L7 1~4%] :t(17:19)" ALL# Bk 5~9
F 1 (17 519) " AlwARERR. 1051 @ APLAIERE

2A, 4B%) 24 Tsurvivin mRNA 2105 LH L (1
B, &ZEDL2BME,rS LA L (BB). 3T Nalm-
6/pMT TiEZniZ & B84b D e dr o 7z (751 & 85)).

w2, E2A-HLF (dn) % FvTsurvivin &8 % #RET
L 72. UOC-B1/E2A-HLF (dn) i3 Zn+ 24K i Csur-
vivin mRNA 7%, Zn + 128 Tsurvivin& R £ N £
WETF LA (2B, 1, 3, 4B, 1~651). ZnxkREd
5 & ASBERI DINIZ survivin BEIZRE L 72 (1, 3, 48,
7~9%)). LIk XY E2A-HLF 2Ssurvivin # & L Tw
HEEZOLNT.

E2A-HLF 5& survivin O#lfa B HAFEKREFRFHIR

CFEJEIZT, KM% 5w L7z AR ENO
MEIXG0/GL TN %L E, SEHITI0%LL LY, G2/M#]
TY%Y ETHo7 (HM3A). t(17:19) "ALL (REH,
RS4 : 11, Jurkat, Nalm-6) IZ8v>TsurvivinidG2/M
BEATICRBL Tz (3B, 1~1251 & K3D). HiZ
REHIZG2/MEI TGl 2 W IZSEIIZE L TH6~8f%
BEEL v, JurkatiZGLE], SHIE G2/M BT sur-
ViVinD BB BOERZ L ol — T, t(17:19)7
ALL » 4 MIBa#k T survivin i MR R TR 3L
Tw7z (®3C & 3D). Nalm-6/E2A-HLF TE2A-HLF
FHE L 2%, survivin® #E B 1E Nalm-6 12 X TGl
I, SHICTRBIMML A, G2/MEITIIRBEETH
o7z (3B, 10~1541& 3D).

8 ¢ survivin
<« E2A-HLF
M <« o-tubulin

UOC-B1/E2A-HLF(dn)

UOC-B1
/pMT

Zn(-) = Zn(+) In(+) = Zn(-)
0 4 8 12 24 48 12 24 48 0 24 (hours)
A U G5 Be S8 ws W S B8 Y ws o survivin

W‘ i L < B-actin

D oo o o owe W N < survivin

A > w— e o e D 4 E2A-HLF

4 E2A-HLF(dn)
- '4 a-tubulin

- G - e —

2 E2A-HLFIZ X Zsurvivin® # &, (A) ZniRhl <
E2A-HLF 23388 S 1 b Nalm-6 18 (Nalm-6/
E2A-HLF) &M Nalm-6/pMT (288 E 100 uMZn
EHRMLEZELL. B) ZniRiNCE2A-HLF (dn) 2%
B4 5 UOC-B1 [UOC-B1/E2A-HLF (dn)] &3
FRUOC-B1/pMT IZ &8 100 uMZn % %M LIS L
72, (F2B) poly (A) +RNA® /) —¥ 7y b,
Survivin, B-actin& 7 U —TTNA T FA X L7z
(F38) 44 /7wy . Survivin, E2A-HLF, o-
tubulin D4R RFUETHIE L7z

E2A-HLF IZ & B survivin 7A€ — 42 —DEME LR

E2A-HLFIZ X % survivin Ol IR EEREBLO
KR 2 Mt L7z, pGL3iZsurvivinO 4 o7 a £ —%

— IR AAAL KT A S 7 b Nalm-6/E2A-
HLFICEALVY 729 —EEEEZEE LA (K4).
Zn - B Nalm-6/E2A-HLF OV ¥ 7 =9 —E il id
pGL3-190 TH K TpGL3-124 D6 FIC R AT, — A,
I Evsurvivin® 70 € —% —%E A9 5 & pGL3-
190& WBHLPITIRT L7, DEd S -124~-19012 =
YNV =A, 190X ) BRIV T Ly =0 EGET
BUREEARBE N, InE BT LLEERT 7 -0
VY7 2T —BEEE BRI Zn — O 3RETE M AT
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3 b MEMIEMBERIZ 3BT 5 survivin OISR - SEEAFMERB. CFE S CAMMBEL 2 4

L7z, (A) PIREHED, 7u—H%4 P MY —iKICEADNACR b 794, AL 40§ AL :
GO/Gl 7@, /= F © S&rH, A°F : G2/M4HE. (B) (C) t(17:19)"ALL (B) &£ t(17;19)" ALL (C)

DGO/Gl7rHE (G), SHHE (S),
HLF, o-tubulin& & #E L7,

G2/M4H (M) KBWTA A/ 7y b Tsurvivin, E2A-

(D) 3 B) (C) »FHBEEZF—V+ I+ 7574 —THEL,

survivin/ea-tubulin )b 2 EH L, UOC-B1DGO/Gl oW %2 1 & LA HRBEESR R L7,

DIMS



34(1) (2007)

Survivin i E2A-HLF O T TH 5 T25

Luc

Relative luciferase activity

pGL3-basic ——
-124 ===

190 E—
-265 A—)

-480 SN

-675
-124mut ) SRR

-124mut2 S

~190mut | E—)

T T T T T T T
40 60 80 100 120 140 160 180 200

B4 t(17;19)  ALLMBIRRICE A L2 E2A-HLF IZ X 5 survivin 7' 2 &— ¥ — Dt
1. Nalm-6/E2A-HLF 2 pRL-TK~X 2 ¥ — & pGL3-survivin 7€ —% — 2 »
ANS7 b () #MBFICEAL, Zn- (B#), Zn+ 2458 (B8) THELL.
RINMNY 725 —EBEWR/ 7345 VY7 25 —BiME EAREOXR)

%%‘HJI L7

TOE—F —FREALTVWEWRINVTIAI RONY T 2F5—F

HEHELE L7z SHOEBROFYME, =y —N—@REREEZRLE (#) &

CHRDZR %

L7 (E4). E2A-HLF iZsurvivin D55 % 2 OMEIBIC
HAETHVA - T LAV MERNLTHFELTVDEER
5.

WICRIB R Y 2 - L A v b OZERKEE
WLIVY 727 —EiEHEHE L7 CDE-6& CDE-
12 D25 B Ak pGL3-124mutl D& YL, Zn DA #1222
HHFTpGLI-124 L IZIZRBOME R TH o724, CDE-
6 + CDE-12 & CHR-42 D % £k pGL3-124mut2 T i Zn
—TpGL3-124 ® 104%, Zn+ TIX3MBIEMEL ML 72
(X4). CDE-171 ® % 24k pGL3-190mut] i pGL3-190

WZHARFEEDS 20O IR T LA (K4). PLEX Y CDE
-6 & CDE-12 385 R T, CHR-422°9 1 L %
—, CDE-171 8Ly N —ThbH I LARENT.

t (17 ; 19) YALLIC B 3 survivin O REEZIC L

37Rb—V R

E2A-HLF 2 & % survivin & 25t (175 19)" ALL®
BT RTHE I LRFAHT L2720, datigz A
9 % survivin-T34A % & A L /2. UOC-Bl/survivin
(dn) & Endo-kun/survivin (dn) {2 Zn Z#01 LT 24
R FE B Z annexin V B OB INASRO S 7z
(H5A). D UOC-B1/pMT & Endo-kun/pMT Tl
PR 1220 % L F TdH o7z (K5A). t(17:519)
ALL (REH & Jurkat) Zsurvivin-T34A % ZA L Td
TRV AOBFEEZELZEMIBO SN G o7z (W
5A).

UOC-B1/survivin (dn) & Endo-kun/survivin (dn)

(*) I ZICDEDZEREZRT.

{22, TUNEL#EE PIgt % 4T L2t 7 0 —3 A4
b AN =TT L7z WHIRE & $ survivin-T34A &%
BI2BMBCSMBREAN CTUNELBY : 2o/ (K
5B). —J5, REH/survivin (dn) TR7 R —3 2% 4
U¢, Jurkat/survivin (dn) TiEG2/MENZOAR TR b
—VAFEL (K50).

t (17 ; 19) Y ALL @ survivin-T34A ( & 3 caspase &

=Y - FERTFRYMERTSE

SurviviniZ & 2 7 & F — ¥ Z O ERIZ BT 5 caspase
D5 % ME L7, UOC-Bl/survivin (dn) Mg T
Zn + A8 BE T # (2 b 97 A 12 caspase-3 & poly (ADP-ri-
bose) polymerase (PARP) DM bH 4 L (K6A),
Caspase-9 DI AL IZ B X IR (etoposide @RI Jurkat)
LRI Zn + 36RO b (M6A). —7,
REH/survivin (dn) Tl caspase DiGMEALAFED S
(M6B), TR =V ADFEIRI S o7 L
55T, survivin (dn) EBAIZL TR =3 2D—E
i3 caspase DY EAIRIR S L. /2, Plcaspase HE
#) z-VAD-fmk i ZE AR T R b= A2 HHI L7z (K
6C).

Survivin ®#HNIC L 2 8F I P2y FYTORINE
L T casapase FFIRFRI ICDNART AL & F b 7 T —Ac
DGR EFFFOAIFOM S 2§ L72. UOC-B1/
survivin (dn) TlEZn— D& & AIF 3R HEEL T
Wzht (K70 A, A), Znifving 1210 TREZENICE
L, 2RI TE b — ¥ 2 H A 2 MBI R 2
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B

A

Annexin V positive ratio (%)

UOC-B1/pMT UOC-BI /survivin(dn)#6  Endo-kun/pMT  Endo-kun/survivin(dn)#18

Zn (=) Zn(-) Zn (=)
§- 041003.001 - §_ g 041003.006
5 5 B
§ g §
55' B Eg o 5? -
g N i sl BRI 3
) § pril n!?f“ 105 10% 189 10! nv;&_z" o .
§ 041003.003 g- G‘loﬂ!m‘ §
i H :
S E 8 8.
81 o8t b
& : e 8 g1
R AP 1o el e e i ""r{'°‘4 o] A%
Zn (+)12hr Zn (+)12hr Zn (+)12hr Zn (+)12hr
Log fluorescence intensity
REH/pMT REH/survivin(dn)#3 Jurkat/pMT Jurkat/survivin(dn)#18
P
Zn (=) Zn (=) Zn (-) Zn(-)
§ 041807.005 §; 041031 .009 - §_ o4 0.31 003 WG\BD!}
ik Hh E
78 81 &
dgi . dgd. 53.
Eﬁ . CoR & . n & Lk ®
§‘o o e T o oo 00 10 T
<Zt§_ - onooos, g, 01031010 oroeia012
Q§. 8
gg' 8
..E, : 4
:.A . : ot 8 . i . R
1% 10T 0% "% 1o s r{-';’fn e I AT ST
Zn (+)12hr Zn (+)12hr Zn (+)12hr Zn (+)12hr

Log fluorescence intensity

5 ALLAMAR TO survivin-T34ABREOEE. ZnFEM D survivin-T34A % &

AL7:UOC-B1, Endo-kun, Jurkat, REHMilE (FHhZFNUOC-Bl/survivin
(dn), Endo-kun/survivin (dn), REH/survivin (dn), Jurkat/survivin (dn))
XD UOC-B1/pMT, Endo-kun/pMT, REH/pMT, Jurkat/pMT & FEER L
7z. (A) Zn— & 100 uMZn + T 24 B85 3 L 72MIfa % annexin V-FITC & PIT
FkHREBL, 70—%A P2 MY —=CHllELZ. (B)(C) Zn- £ 100 u MZn+ T
24 IF R U 7o MIBE % PI4ets & terminal deoxynucleotidyl transferase (TdT)
FUEZ & % 5~bromo-2'-deoxyuridine 5-triphosphate (BrdUTP) XV % WefT
%, 7u—H4 A M) —THEL. BrdUTPIZL 5 KT~V DNA % il
2, DNADPIFEZHBIR L. BELIS Y ORHETE -V ARRT.



34(1) (2007) Survivin (Z E2A-HLF O TR TH % T27
UOC-B1 REH/survivin(dn) REH/pMT
UOC-B1/survivin(dn) 8 16 24 36 48 0 24

/pMT I 0 4
Zn: 0 4 816 24364872 0 24 C i

& ¢ Caspase-3
<« Caspase-3

¢ Cleaved caspase-3
<« Cleaved caspase-3 :
<« Caspase-9
<« Cleaved caspase-9
. < PARP
- <« Cleaved PARP

| < Caspase-9
i« Cleaved caspase-9
<4 PARP

<« Cleaved PARP

< Survivin

m <« o-tubulin

<4 Survivin

10

o ) ‘ . ¢ o-tubulin
1 23 45 6 7 8 91011 1 2 3 4 56 7 8 9
A B

UOC-B1/survivin(dn) #14 Zn+ Zn+VAD
< 05032600 )3
MD_ N)E
i ] SO iy
g g 32.7 -
R %

AN % .

2 AT = i 3

LA " ot e

REH/survivin(dn) #3 Znt+ Zn+VAD

050326.006

el

10°

10! - 102 19° 10
Annexin- ¥ FITC

o? 103 10%

1

Pl

. 34

¢ 4of

2, ‘
A0 0! 10f 10® 10
Annexin- ¥ FITC

6 Survivin (dn) FEHIZ X % caspase DiFEEIL & caspase lHEAIOEE. (A) (B)
UOC-Bl/survivin (dn), UOC-B1/pMT (A) & REH/survivin (dn), REH/
PMT (B) (X4 FE[ 100 uMZn Z 3N LEEEE L7z, S 0 C Jurkatfifiao
etoposide LB TH BH. { &/ 70 v b Tcaspase-3, caspase-9, PARP, sur-
vivin, a~tublin Z#H L7z, (C) UOC-Bl/survivin (dn), REH/survivin (dn)
W LT D20 pM D caspase B EH] z-VAD-fmk O & 8 C1IRHLEHZ, 100

uM Zn 2 LB L 72,

O T OEHEFRO SN (7B, B). z-VAD-
fmk FM TR AIF IZ5RAE L Twizas, R L%
D, AIF OMMN#ITIZ 2-VAD-fmk 12 X ) AIF OF%N
BATEARAICIH SRz LR sz (R7oC,
C). UOC-B1/pMT TixZn+Td AIF IZBMIZRITL
Lot (RM7OE, E). ThooERt17:19"
ALLIZB W Tsurvivin DL 7 8 b — ¥ A8k o — ik
AIFDI b2y BV 72O EANOBTOMH Z 4 LT
EULAZ ERBEINT.

£ =
E2A-HLF 2 & % 7 4 b — ¥ AR BT 2 Tt
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