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FEORIEEMOFSEEIC LY, WEFY—7 2R

BT i < DALHEFES] 2 TREEFNIER S ¥ T & 72, BUE,

A8 a2—F —BEEHCHIFIREZDZ DD, X
Ry —7 oy —ick Y, 2HEMEBEE»TNIE, &
FNDET LBy =7 T VATEL LIRS, &
7z, @R OEROWFIEEY, B TFENLE %R
3, 7/ A LEO—HEIEBIETZ A (single nucleotide
polymorphism, SNP) SZHERD 7 & —HZH (copy
number variation, CNV) OSEE%» —ic AT 2
X2y, M2ThowsEEICE T 52EETAR
E7a—YaryiEEFOV AN, #HETHT 72AT

X2 L0k ol, 2D XD RIEHREEOZILIZFEY,

Ay =2y Mk, HENZ, BHSDOT7 Y7y
T, FRRZEETREOBEREI L THRET
ZEWTEL, ZIT, ZOFRTHE, RECk->T
S I > T E Tz, BEEICB T 28 fn TAR % HfF
T332 TCEREEDLNS, W OLOW&ZIZOWT
(M IEE % HIC &> C) HHT 2, Lo 01, H
WCEETICE ER DL L) 2Lk, ThhREICE
bbEnS ZEEDMIZIE, HORTNIERS R,
WHOWLF vy TWHEMOETHb, ZITHRTED
Wz E-oTh, EBICBY2ERTRENLY, £
7z, ED XS UTHREIZED % D %R 7z 5P
MR D Fk
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Wi, HEECEbIL TV,
II Homozygous ZE£ ¥ Heterozygous EE

Homo sapiens (2B W T, BHICB T 2 HEGAEKLL
AT, BICHED 2 KOPEENFET 5, Z0
7o, BIETFEREZBRXZBICIE, Fio, #E5RE
(zygosity) DO WT Eb b, MHDXILELETF (al-
lele) HZE5 L T IERIZESM (homozygous),
Fr i Dallele® AHPZEHE L T IEEIEESME (hetero-
Zygous), F7z, B L TwigwalleleAR&EL Tl
XA (hemizygous) & MEIXN 5, 72, D
BEFOMA D allele BREL T, EEEEH
K% (homozygous deletion, null) 27 %, ‘B#EE
12 B> T homozygous deletion D b H 4 2 Hllk
CDKN2A T, ZOERFHRER, ¥ —7 1> A&
59, SNP7 LA KT ) 24 7Y ¥4 ¥ —v 3
> (comparative genomic hybridization, CGH)
RED, MOMEOREOESIICEI VL rCSH
%Y, Homozygous deletion ¥ — 7 = > 2 DFEE I
YU TVIEAL T 3 EFEMAAIC LY, BER
(wild-type) &% 26 Thb,

W, Y4 — sequencing & A\ % &, heterozy-
gous 7% 5, double band 127¢ VY, homozygous 7% &,
ZEA (mutant) OADOFERBIE SN D, LaL,
750 allele DFGERIMBEL TV 200 Lo T,
heterozygous £ 13§ 2 %% \», Homozygous Z#E D 7

— 9350 % H Y, wild-type 7 v — > 5350 % H
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niE, mAD allele WEIBEICEO SN0 ThH 5,

o zXEld 5icid, RO D BEEfL (locus) D
zygosity % & i))@ﬁ(ﬁ (SNP 7 v A 7 X)) THER
TLIEBRETH D,

Z2H Y homozygous 7% % 1 DDA, TOE
FOEGHIEC & > TEAC@ 720 TH Y, heter-
ozygous ZEMVPELET 2 Jetafhkns 2 5L 7% D, wild-
type @ allele 8Kk b 5, FER, FOEBIIER T
Ly, N7 aEsEE%E (loss of heterozygosity,
LOH) =@ ®, BlATHBES 1V
ental disomy, UPD) &IEiEh Y, ZoHsE, R
M2 EI DDA TR L, wild-type @ allele A3 4
TRIENHEHETHL I EBbhroTWwb, IhE
72 & 213, CBL ZH D4, homozygous D4 HE
LMz, wild-type DBLETE2HRIEL L, &
HORRHED HIEEMET 52, &wvd FERIC
Lo THERE N TW3?, CBLZREX, tHHIZLET
T, SNP 7 v 4 ZHWTARF CRFEKFEDO /NI
MODEELHRBICE T, ZOERBHLMIZEh
729, BBREEWN Z &1, 1T & A ¥ DO CBLE % »%homo-
zygous DR % £ 5, £/, RIEOKREZ, wild-
type #ZF D locus 7%, REKT 5 & THERI N
(hemizygous), CBLZH $ LIFLIX, hemizygous®
Bz L 29, BiRLI-EBD, ZOHE, Hig, &
o allele BEENNT 2 2 & DA% 5T, wild-type 3
HETZ N, WBICIVEI EboTwa ZeR
WEsns%, —F4, [k, RUNXI ® homozygous
ZHE Y, Rz, UPDicfE->TRO 65, L L
RS, BEEE W EWCRUNXIZR L, & &I
heterozygous DR % & 5 DA% 5§, ZHMOMAENE
(trisomy) IO ONDB I EBH L, ZDHE,
HIZ LOH 2o T2 LIER S v, H21F/ G Mk
@trisomy’(“bi, 3KDH S5 b 2EKDallelelc ZE )
5, UPD O X 912 wild-type O allele 2314 4%k
THIERSEMICERD D D2LEHERN 2 F1Ck -5
Tw3Y, 20, MldOEGFEDHIC, CBLZRIC
& o Tld wild-type I3IHBETH Y, RUNXIZRTIX
2L b wild-type OF#EIZEE I %\, CBL X
HEREESME (gain of function), RUNXI i3HEEETER
M (loss of function) OEE L #E 2z s Twb (&
i) o

UPD & homozygous ZEIZBIL Tix, AT~
%, EMAZR (activated mutation=gain of func-
tion mutation) & loss of function Z % & DRIE

% — (unipar-
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Vo THERD S 72 5, EMELIMAE (polycythemia
vera, PV) I &N 3 activated JAK2 Z$13,
XL AEDEEIZ, homozygous DIER % & 39, &
DEE, ERPIEZ 5 2 LT, MEEICER L% 5,
L7 L, activated BRTH->TH, LT L HERK
WE IS B3, HIFEIEIC BRI < b T TR,
activated B+ # 2 1% IDHI/2 ZEROBE, HIC
heterozygous OERTH %, ZDOFFHUIZ, Z D locus
12 UPD % deletion 52 2 %5 Z L WM TH %,

M Activated Z2 ¥ Loss of Function Z&

&b X {H15 M7z activated mutation DR IX
Bk U7z, PV IR ohd JAK2ERTH S, O
ZHE, PVORKEETFARLE LT, iy &
FN T3, Loss of function ZZEDEFNF TP53,
CDKN2A, TET2Z7:87x ¥ Tl b, ActivatedZZ2 13,
wild-type DASROBERE 23N S ¥ 2 TTFNIC Iz 5 <
DT, W, EiEET (oncogene) & IFIEi 3,
SNP 7 v A2k, Z0OEETFHEEI 5 locus 23,
trisomy X EIC X DHEIBL TWa 2 ENZL 0, HD
Wik, #FH7v A4 12BWVWT, X vty vy —RNA
(mRNA) OFHE MBI N B, — 7, loss of
function ZZ 8 1%, JEHIH|E /R F (tumor suppressor
gene) IR 6N, EHEEIC, FOAEORE LBE
THREOWOBHED NS, L;F?*:,E EZRIES
BREOEEFHFZ 2BICERE LI, £, &
ﬁ@ﬁ%%%ﬁﬁ,%5%%@75/@h%¢bfwé
MWEIIWTH B, IDHI/2, KRAS/NRAS, JAK2,
KIT 72 2 ClX, 90 %A LOZEE), Ron/z7 3/
BBICEFLTBY, FROBEFOBEELENSE S
BErd 2, FEWCEHBERSE, Aby 73Ny ef
5 F v A (nonsense) ZE, BEDKET I/
ECY 2 b3 2 7V — Ay 7 b (frameshift) 258
ERDLMMEIMTH D, BEROEL 25, #EIR
FLoeicbiz, %7z, nonsense - frameshift
ERERDIGE, ZOEETAESIE, loss of func-
tion Th 2, OO ki, WHEEHER T 2 Hi»
SHIS T, FISMZIZEAE RV, DE D, BfaTHR
HWERDIBIC, TUMPEETFOEDBINCEE Tw»
200, HD5VIE, EOFAT (BEFERZRD:
HarDHDT S /EPEESHDL I A A (mis-
sense) * nonsense * frameshift) ZO»EH 5 Z & 25,
WRRZEET 25 2 TAARZOTHS (K1),

BB & 4 & 72 5 7z activated ZEOBIZ, FERLY
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Somatic mutations in

myeloid malignancy

y
V

%R A S

EZH?2 isoform A
(751aa)

EZH2

Somatic mutations in
lymphoid malignancy

v Missense

Frameshift

Y624
ﬁ v Nonsense

1 EZH2 \zB} %, Loss of function 24 & Activated 25
BRERESE T, PSR T Lo, BIETFEEICb o ¢, missense, frameshift,
nonsense ZZ 8 250, i 51k loss of function ZZETH 2, VY U SREETIE, T¥EHR

3 &<, activated ZHEHY 62412

SRERMEEAIME (large granular lymphocytic leuke-
mia, LGLL) B2 STAT3 OEETH 57, £
5 RGHREB L 2 5 T IeAREBRO—EBIX, X
Ry —27 x> 21c kD, STAT3 @ activated Z&
NZ DRI 5 & L PEBOMEE L D RSz,
90 % LA FE D ZEE 1, Src homology2 K X A » 2 &
LTBY, STAT3 OEREZHEMEE 2 £H 26T
W5, STAT3 ¥ 7T, LGLLIZBWT, EHEx
WEr2LTwsZEld, FEFERREINTEDY, Z
Z1iZ, activated ZESHE I NI LT, ZOXY
MENHER S, & 512, STATS HEHED, HL W
EERGBE LT, REFHShTw5,

BiNE L, MBREZCBNT, 1DO0OEETF
B3, activatedZE L loss of functionZ D5 % 7~
TN B 5, EZH21E, t A b > H3DLysine (K) 27
D7 F MR TH 5, £TIE U DI, BREE
WZBWT, EZH2 OIEN#HE S, K< B Y
UREIZBWTERNY 64107 2 /BICER L TR
B ohiz'?, BAEY >/ ETiE, H3K27D X F v
EICED R E N, activated R EFHZ oh, 1ZEA
£ heterozygous BETH %, —F, BHEEFEAE
fERE (myelodysplastic syndrome, MDS), &M E#EME:
FIMYE (acute myeloid leukemia, AML) 7% & &iliE
B Cl, KRIELTFEECELONE DD, [
BO7 I B, ZEACEREDPTDONT, DA
7% 53T H3K2TD A F MABIFE T L T 51012, Hif
REBEClE, EZH2 OZE 5%, $#H%02, homozygous,
hemizygous Z3K91, Zhix, 1 DODBELETH, %
DERDY 4 7 12L D, EEO lineage ICFET 3,
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mqufum&)%i’b%

BB TH 2 (R1), FIETE, ZDEHD
EETFTH, BHOEELFRASR TS (GFII
EET % E)W,

NV %RXMi&E (Congenital disease) (ZH (T2 4
GEHEI R (Germline) ZTE r MiFEEIZH (TS
FHERER (Somatic) &

Z DR E, germline Z 5 & somatic 255 % H fif
295 2T, FFEICHKEY, £9, MKEZICE
WTHROBELEONZRUNXIZERTH 5, FKIEED
AMLIZEE® 5 N 5 RUNXIZ R, germline D% H
ThH 3, RUNXIIXFRIRC, somaticEZEE LT, &
HES C—RVICED b b, £z, NFI, KRAS,
NRAS, PTPNI1, CBL ¥, #FMBHEHEERME A M0
5% (uvenile myelomonocytic leukemia, JMML)
DEEEEREHEEREAIME  (chronic myelomonocytic
leukemia, CMML) 128 W THE O E v RAS ¥ 2
7 = A4 @ activation % & 3" somatic D & & % 2 Z
O, FRFIC S D, RAS /KA Y = 4 O#EET
#1%, germline ®Z#12 X Y Noonan JEEREZ £ D
EREEZELITY, LT, Ih6DEREHDIE
iz, IMML #B®» 50D ThHs, 2D XS 7%k, ger-
mline & somatic DERED A+ —N—F v 7%, HiKIC
Y, KR, EREFICED SN TWIZEEIN AML
RO oy (WT1kE), mPle AML TH A
SNTERBRFERIBICKERET 23HT 2 4
(KabukifiE@REEC B 1 5 MLL2ZES) 72 8, BZEI»
EEWRV, WETIE, A7I74Y Y —ABEEELRT
D12ELT, PARTL D, MEEEESRZMERE (retinitis
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pigmentosa) 1B W T germline ZENEF{E I LTV
7z PRPFS 8=+ 5%, MDS IZ 3\ T, somatic IZZ&
FLTWD ZEDHHS IR 57229,

Z OHEERMIGH SN, 20124R121%, #Hirzig, SETBPI
ODEBENPFERINT, TR LDIZ, 2009F1, Xt
Ry—zxzr2cdy, FECENEBHEREETHS
Schinzel -Giedion fE&E# 12 B v T, SETBPI @ ger-
mline ZE=NSFETH 2 LS 012 S iz, 20124
i, r zEoEROMR (HK, 41797, 7

AV ) X0, FERRC, FEE B MEE MBS O s

atypical chronic myeloid leukemia (aCML),
CMML, JMML, MDS 7 & Jk4: U 72 =Xk AML
2B W T ESEE I, somatic ZEBEE & W22,
< Z ki, germline D& HE L somatic D2 H 1%
95 %DHERT—HL T, Ronic7 S VBRICEFRL
TWwic, Bz, BHEIEE T, -7/del7q L BAfR L F
BARKATFTHY, BEEMTIC LD, activated 225
EEZONTWS, HADMERTIE, ZOBETRE
WBL TR TR GEF 2 EHEL TH D, TWRD/ I
VoA RGHEIT 5 2 L X DERIRBEEERE LT
W5,

V HEHHbA (Mutually Exclusive) & [F]BRFH
438FEH) (Concomitantly Synergetic)

DETL D, BAD MDS IcBWTIE, EHOEET
WERPEDONDS Z EFHEIN Tz, £/, 2
7 FEENT (core binding factor) MK DFEE I 1
72— a YBETF A TN 2 85 T 2E 0505
BThdZebHAoh T, Xty -7z 20
RRICA - T 5, 1T LA EDEEICE W TEMOE

Cases (N=46)

GCTRESREDOND XDk oTz, MEEEIZH W
T, 1EHNICS & MDS TiEF7.7, KA AML

ﬂ?CMMLfimm@fﬁﬁmwan%w ¥
12 MDS 05 , BHRERE VI BONH-T, H
gfz?@*:ﬁ:k Xo TR I ZHEREES CML & &
xR RY, B, BROLEPBEDLONLE, Ihb
&, 1 O0EEMCERFICERPRITIEICE>
T, BEWICHINIB 2 W IdAH IR EE G
W o EFEZ 5N TWwa (concomitantly syner-
getic)e —/i, RIU/RA Y = A KT 2 8ETFET
bHs, RASEREICHEHT %2 &, 21X, CMML,
JMML 12 8T, KRAS, NRAS, PTPNII, CBL,
NFIEEETFE 1O & 1 DDOMMOE R T O AL R
L, FRRD/SAY = A 2R 285 F 3R L LW
(mutually exclusive) ([X]2)17, Zi s DREH &
LT, A~V VER X754V — LABEEEEFE
BN H 2%, COBURNPBE28HE, O 12
DI, FEC+HTHEZE (RASHKZX T = 1),
Q@RILARAY =4 OFOBEEE L TFICERNBE S
B ACARNCE S (A7 Y Y —4A) Tk
D2 ODHREEDFE Z 5T 5,

VI %ctBE! (Ancestral) ZTE ¥ #EEBE! (Acquired)
TR

Bk L7z, concomitantly synergetic D/$% —> %
ET 2 HEETFLEPTAT LR, FRRICHET NS 1X
2o OERBHAERCRE 2, H20iE, MDS
5 =M AML 2383 2 i & 2 0
WTH 2, L OHIEAD MDS FSERAICE 2 3 221,
—f%1Z ancestral ZR ¥ HIEIEH, BB TIE XTI O

\ 4

PTPN11
NRAS
KRAS

CBL

Somatic or germline mutations

2 JMML 12517 % Mutually exclusive ¥ 4 7 D5 TZ R
RAS /X2 = 4 1ZJ§ 3 % PTPN11, NRAS, KRAS, CBL#&E=+FIX, JMML IZBWTH
GBI TERE2RK T, Zhold, TRENOEFICBEVWT, BAEWICHNCED 5h s

(mutually exclusive),
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THEORIRZ RS v, AERNR DI, TET2, A7
74V Y — LABHEIE T, ASXLIZREThHD, —
75, AMEcfE > TER T 28{E 1213 RUNXI,
RAS, SETBP1z¥3H Y, “XMEICHERINS Z
Lip 5 acquired ZR EFRI NS, LL, ZOHHE
B Tix e, TET2 RAT T4V Y — L8N,
BEPOBPLICEOONDL DB BLAD S,

KA sequence I L D EEBICY —7 2 AT %
&, ancestral ZE D7 VIVIFEEIZ acquired ZFIC
L, B T3 2 EDHERTE 2, %72, WK
BRD P THEBDOY A LKA >, HlZ213 MDS,
Z XM AML O TR T sequence #1795 &, ances-
tralZS B3 OBARIC B\ T & 72 243, acquired
ZEIFAMEL cBRED B D NS, s D
B o, ZEEE Z 2 A & i 5721 Tt
¢, acquired 213 ancestral ODEZEDOY 7 7o —
I B v ZEh, FSe mEnTn3%9,

Fle, 51, EHREVDIE, HEE, Ihs0%
BROBHRNET EIHERINODOH LI L TH S,
Bl 21X, WHHEESNIGH &5 254, acquired 22
BOFEPROLNS Z X, bBbAAEETHS, &
5z, BETIE, ZOBHRE % HIET 1iE, ances-
tral BHE Y —7 v N ELREBERED L LS ALEEH
ZH6NTWw3, ZhiE, HEREIKRIICIE, ances
tral ZHE ZLTEHD 5N, acquired ZHEIFEE L 72
D, D acquired BRICE SO S I ENFDH SN
TWEML5TH%, D% D, LW acquired ZEMN
Mz oz 6 L v T, ancestral DG FZ5 B
T 2EBIFIETE RO TE RV, s
Twb, LoL, KR, SFEMFNS —7 v Mak
FE72, BEELCHY, HIKE, 00X gBEY
BB THLH0E, FSWCHAE ROEHESRLTWE T —
XTH 5,

VI SHEFGEM (Synthetic lethality) & Loss of
function Z&

ZDFZTE, BEFERZBROSTENELT
Rz 28, BATHS, ZOMREHAT 5H1IC,
BIRFAFRICED S, RO target DF 2 7512
DWW CHER T %, @ activated EE 2RI, D
oncogene #[HE T 2 FEH M E L TR T 2%, b
2%, @ loss of functionZ#izxf L T, Z Dtumor
suppressor gene ZiHMELE ¥ 3, H 2 WVIXTHR CIH
MBI NG SR Y = A ZHIFHT 5, Zods, g

No. 3, 2013

TOHETH -T2,

L LN s, wmiltics > T, loss of function 2
Bt LT, ZOEMEFEREET S Z L5 A 61T
W3, ZhiF, BWERICBNT, EROb 5EETF
RWAOT IS )y 2T T 5 E, BRESRT L
BBBRICE DTV S, BIERIHICHIFESED 5
NTWB0WN, A774Y Y —ABEEETFOERT
b2, REWCELEBIET ThHD SF3BI X, 20114
W BRREREERR & £ S NGB (refractory  anemia
with ring sideroblasts) & &4V > N4 H MK
(chronic lymphocytic leukemia) 238w TR T
FIRRIC e S 72?0720, R 7 2 D%, SF3BI @
null = 7 A FEENT I 20 E T ST, heter-
ozygous &5 D b % EEHINICT LT, & 5I1cHEE
fHEEd 2 Z 212 & 9, mutant & wild-type O T
B I 22338 5 b L w9, synthetic  leth-
ality DFZ HTh b, FrLWIREY —7 v b 2R
T5HEE L THEER SN TW D,

VI 5q- Syndrome &5q Rk %% kR

Ebert 12 & % RPS14 % FH2Y & Starczynowski
W2 & % miRNAI45 & 146a D5q- syndrome 12 B 1
LB OHREDNE, EHOT7 r0—7 v O &
DESHoNEEZAHERS>TWVWES, ZILoDEET
X, N7u A4 (haploinsufficiency) 12 &0, {EFEF
RETLIEICLY, WEICHST 2, L Lansil
EFEEROBEEILE DO TEY,

ZhIZmz T, &5 REMEICEHL TIE, SNP 7V
A&, g T, SEPHOREHESH (meta-
phase cytogenetics) TIZFKRTE R oH L WK
BEEsHe» ko7, 9, SNP-Ack D, 5§
S5 REAIRDRED, FREFLEARE (TaX7,
rhuxX7EEEEV) ETFRARRRORE (7
X7, £ buA7z288) KHEINOTH
¥, Iz, RPSI4 ¥ miRNA 2iZ U &
%, FOWRKIZEG ENDEETFREOFBR T2, 5q-
syndrome Z B0 L, = LA4D5q D K%K %2 £
AML 75 EQFERAR 2 BHES 2, TuX7, £
ba X7 GMED 12D BEETFHOFEE T XL >
THAL LS L9 2MaTH2 (K3), ZOFHEK
&, BIBHY, ZLPBHITH 208, FoREEHE
7, FEARZ AML O£ RO Nz, LrL,
Bzl 2o, PEBITE, TuxTAcH 5iE
ZFMAMLI (5935.3), NPM1 (5935.1) 73, loss of
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5pl5.3:
5pl5.2

L 5pl4.3

= 5pl4d.1

5pl3.2

S5q12.1
5q12.3

5q13.2
Sql4d.1
Sql4.3

5qg21.1
5q21.3
Hq22.2
5q23.1

5q23.3
5¢31.2

5q33.2

5035.2 |

With better prognosis  °#

With worse prognosis

cumulative survival

5Q- syndrome

Other disease wi’th del5q

[l ¥
50 10 150 200
Overall survival {months)

B3 SNP 7 VA2 % 35q KFEDHHE
5 BWRAOARD N A TEHEDRRIE, SNP 7L A 12 X DB SNI5q RETH D, FESRELZE, F&
RIFRER 2RO TRT, I, BHERICED 5 b5q REIE, FROEVWIZEID, Hny{f 7L E
WY A TSNS, 5)qDEy hua X7 « 7u X7 HIOKE LR TR SN RNARS L, PRARER
FEFID AR K ZFRD, FRICBRT 2 BEEGEGTOFEENSEDN S,

function FE AL Z L TWicDTh b, I FE X
12, WRERESRARAIA R L A RED A —/N—=TF v 7D
HWRIBITH 2, & 512, L ORERTIE, s OER]
EEMT LI L1CED, vy b7 b OE
ETERZHRRL TV, ChODFIREATY, B
kDR Iz X %, haploinsufficiency & heterozygous
® loss of function ZEIZIFIF, FFEEHFZ TELL
2w, UEXY, Rwbq DREZMES FRARZ

134

B ZHIAT 2D1%, s DBEETOERIEEFH 2
5N3, O, THREOBENLS LTY, JEH
WWBEETH B, BHAEKRLZ, 512, 7&REOMAICE
LTH, FAEOMEBERELZMWT, BEELECTFELY
FEL T 539,

X X$&EELETTEE
B, §2L, YavFr sk (?) #MarHi
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T2, WER, BUREEBEEPHEIL SN T W
CMML BB IcE Wtz k<Aoo T w5, Bk
DAL X Rtk z 1 RO AET 570, HIZF
B, FHECHEEORWERE XREEE EOBEEFIC
FoTHHLES EFT2ZEEBLRTED I DDV
YRFEkoTwi, &k, CMMLIizBWT, X3
Bk kicdh b UTX EEF D loss of function DER
THEREEFKRL, WME L, 2IRETIX, PHF6
BEFH, AMLIZEBWT, loss of functionDZE & %
B Z eI, BIREN Z L2, PHF6
FAER, BHECBWT, ZHicHEL T, FHOEE
FHEPMETLTWS, %/, PHF6 % b, B4
WWHMEIWZL RO 5 b, PHF6 X UTX OREK
TOVEBEEESFEE D BT B B @M & 4 CREH T
EEDFELTHATH 20, BEREEEOUEEZEZ S
Bz, Wiz, XPEEEOBLRTEREHELTHEZD

X hH)ic

Pk, Fio, MEESCBY 2EETERCELT,
WL OpOBER R ATz, SR BEE R T 0O [ >
5LTH, INoDFZHIE, MEELDOHKLST,
EEES, H2wiE, T, REEEEEZ SN
Twa, flziE, HOREREERZEICBWTY, fiz
R TEREDIED & B EEEERL OWfgeE T
BT TIHERSNTWLD), ke, ZoREs
BT 2 LT, IR OETThHL, &7z, S
U7z, SNP 7 v XAy —7 2 —D k5
BHFLOWHEMMEZ 2 X515, WOTHLLTH
LWHIRDZ &4, S HIZFELWRRERHHS »E K>
Twl, 2L T, 20, mbEENLION, Thb
DAY, BESADTFREEZECOENLIETDH
D, WEORDELE, 32l Xhs,

ZEld, MM ELEEZz LN T WD,
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