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Treatment Qutcome of Adult Acute Myeloid Leukemia: A Retrospective Analysis in a Single Institution

Norina TANAKA, Naoki MORI, Yuki ENOMOTO, Aya WATANABE, Noriko ISHIMORI, Ye DING,
Hanae SHIMURA, Shoko KODAMA, Kenjiro MITSUHASHI, Midori ISHIYAMA, Hiroshi KAZAMA,
Kentaro YOSHINAGA, Yoichi IMAI, Masayuki SHISEKI, Osamu YAMADA,

Masanao TERAMURA and Toshiko MOTOJI

Department of Hematology, Tokyo Women's Medical University School of Medicine

Objective: To clarify the outcome of adult acute myeloid leukemia (AML), a retrospective study was con-
ducted in Tokyo Women's Medical University Hospital.

Methods: The clinical data of 96 newly diagnosed AML patients in our hospital from October 2002 to Sep-
tember 2012 were examined. Overall survival (OS) and relapse-free survival (RFS), remission induction therapy,
the complete remission (CR) rate, and karyotypes were analyzed. The prognostic factors were evaluated using
univariate and multivariate analyses.

Results: The median observation period was 304 (1-3,555) days, and the median age was 60 (15-92) years. Re-
mission induction therapy was administered to 62 of 82 AML patients (non-APL). The CR rate was 74.2% (<65
years: 86.5%, =65 years: 56%), and recurrence occurred in 54.3% (<65 years: 46.9%, =65 years: 71.4%). The
five-year OS was 31.0% (<65 years: 52.3%, =65 years: 5%). The five-year RFS was 42.0% (<65 years: 58.3%, =
65 years: 0%). In the multivariate analysis, over 65 years old and the chromosomal adverse risk group were sig-
nificant independent risk profiles that predicted OS.

Conclusions: The outcome of AML in patients younger than 65 years old in our institution was as favorable
as the published result of the AML201 study, but the CR rate, OS, and RFS for elderly patients were inferior to

those of the GML200 study. Further risk stratification including genetic screening will help elucidate the indica-
tion for hematopoietic stem cell transplantation.

Key Words: acute myeloid leukemia, remission induction therapy, elderly patients, chromosomal adverse risk,
hematopoietic stem cell transplantation
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MR B AP ER L TE 72 JALSG ORFOKET
1Z, AML201 3 8% T B \» T anthracycline & cyta-
rabine (AraC) OBEHIC X 552425 (complete re-
mission : CR) T 779%, 7HFELEFFE (overall
survival : OS) 1% 48%, 5FEFFEFE (relapse-
free survival : RFS) 13 41% & #iEsh?, Fki iz
BESOREE RoTWA. LaL, BRRARICE
WTIEAPHER EOBRNEESBR LB ES N B
THHFERE R BZOANER SIS, ERIITHER
HREELAIED D 5 B TIEEEEREMT AR
WA D% L, FERERICBIT S HILE O EEBE
WERRABROBREILT LI R L2VWEEZD
N5, A AML OEEROFIRE FHEHAS T
b7, WERZFEMRFREMBAFHICBIT 5 &
310 SEE M OFIRFAE AML B & O BRRG & HEKR
TR IT IR L 72,
R EFE

1. fEHI

2002410 H2*5 201249 A £ T#Z% 10 FEMHIC
MRHZABE L7z KGR AMLER O 9 b, kA
A% F 7213 B HERBIEREE (myelodysplastic syn-
drome : MDS) 26 DORBBIT L BRI SN -BE %
B\ 72 96 Bl DWW T, BRIRIR & In BN 2 BT
WCRRET L 7.

RNTIZ B 72> TSRO MERB X DOAR LB
kT, EAEFEA ORI T 2 mE e |0
BEICE W T 7.

2. R¥E

AML @ B # & acute promyelocytic leukemia
(APL) 2B\ Tid JALSG AML201 SERICHE L, 65
AT O BT LT ld idarubicin (IDR) 12mg/m?
3 H M # 1+ AraC 100mg/m*7 H [ & ¥ 72 &
daunorubicin (DNR) 50mg/m*5 H B & 13 + AraC
100mg/m*7 H BIEEIC X 2 EFE AL % 1T L
72, 5 MU LOERHRBICBVTD, £ RESCEH
EOFEL MG Lz LT, BEBfE L HEN
BB A3 70~80% BEICHE L CRIRDIGHEZ
79 %, b L < iEJALSG GML200 & B @ fixed
group ® 7’10 b I — WIZHEWY, IEHHRIE 2 IR - 721L
ERBE AT L7, 80 A2 5 s TaHIRE
NEDEER, BN GAFEREEHLELRWIEE
1% CAG #&1%”, cytarabine ocfosfate hydrate” B #%
G roBHEDILFEEED L < i3 best suppor-
tive care IR L7z, AEFZEIZB W T EHE AR
B EFIE AML201 AB D L < 13 GML200 RER I
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HU7EHRB LU, BRI E UTRE AraC #Ek°
L FLAGMEE b &t & L, ZofhoiEikid
VEBELLTHHELL:. EROERIIFMOFIR
HE 5% K e L7

HWEDFEEIL, AML201 o071 2 — L TD
B EHEH4a-2) 2EREL, t(8:2]1) /-
% inv(16) £  core binding factor (CBF) H Iy
TREMICE > TCH (KE AraCEE3 T —
A)DSBIRE N7, GML200 FERDO 710 b I — VT
BIRE AL AT o 756 3 E O HE D GML200
RO T b a—VIThEo Tz, MEFRREEICOW T
JALSGY7 RERIZB W T2 DHE AN TE S ik
FAFTIIAT o TR,

APL {22\ Tl all-trans retinoic acid (ATRA) %
FHE L L2 JALSG APL 97 34 Bx"” & APL 204 & B&
(2004 FELLBE) 1RO WIBERITo 7.

] A % I % M AL &8 A E, AML @ 9 B! (acute
myeloid leukaemia with minimal differentiation,
acute erythroid leukaemia, acute megakaryoblastic
leukaemia, AML with myelodysplasia-related
changes), FEAROREARRE OFE, BEFREA
PEARID F 72T EWR F CICERE L ERELE L

EHELZER L CEIL 2RI L7z

3. W™

WAL BT WHO 58Iy, B 5 227 MDS %
LORITEBE SN BEEIRAN L. BHKOE
BTERMICBERIFET 532N E TOEL R’
BB 7 & TR 252 W BHITOWTIE, AML
with myelodysplasia-related changes (243 L 31
HIMAREE & LT L7,

WAL 2 7 BIDHEAFRENIZB VT, 1R 5
B A ZICHEE NS FAB 58 O MO, M6, M7 12
# T, WHO 5 ? acute myeloid leukaemia with
minimal differentiation, acute erythroid leukaemia,
acute megakaryoblastic leukaemia % A #, AML
with myelodysplasia-related changes # B #, % 1l
UNowil%2 CHE L, 3HOFREZEE L.

4. Fwix

MR OB BRI T BAMT 21T - 72, 2011
FE2HECTEERSBE W EEAMERE T QR
e A, ZNRUBEE/ASREREICRELG
efa i Tithb iz, 2010 FICWET Sz MRC Bt
KY) X7 GEICESWTFHREBIFE (favorable
risk), H'EI# (intermediate risk), ARE (adverse
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Table 1 Patient characteristics

Characteristics
No of patients
all 96
<65 years 48
>65 years 48
Median age, years (range)
all 60 (15-92)
<65 years 48 (15-64)
>65 years 72 (65-92)
Sex (male/female)
all 56/40
<65 years 25/23
>65 years 31/17
WHO classification (FAB classification)
acute myeloid leukaemia with minimal differentiation (M0) 10
acute myeloid leukaemia without maturation (M1) 13
acute myeloid leukaemia with maturation (M2) 19
AML with t (15;17) (@22 ; q12), PML/RARa (M3) 14
acute myeloid and monocytic leukaemia (M4) 7
acute monoblastic and monocytic leukaemia (M5) 7
acute erythroid leukaemia (M6) 3
acute megakaryoblastic leukaemia (M?7) 1
AML with myelodysplasia-related changes 10
AML with t (8; 21) (a22 ; q22); RUNX1-RUNX1T1 6
AML with inv (16) (p13.1q22) or t (16 ; 16) (p13.1 ; g22); CBFB-MYHI11 5
AML with t (11 ; 19) (@23 ; p13.1); MLL-ELL 1

risk) @ 3 DI,

5. FHMfiTEE, #iEt

OS 1351 H H & S sl H T 7213 5ERNIZ b
LFRTH T TOHB & L, RESIZCRIZEREL
BEO CRMERH» LREERH E TOHMICB
T, BREIAEERIAPDLTHRCHETHTY
& L7z rEmERHIREAE H 1k JALSG201 SRERICHE L
T, IO HRE Leh ol

A FF %% Kaplan-Meier #:CEHE L, AFHHE DO
MEIC 1T logrank 2 F w7, 72, Cox BN
P P2 HWT, EFHMMICET 2R FORES
AE G (65 MR, 65 mLLL), JWAEL(A, B, CH#),
ik (FHREE, HH, ABRE)ICOWTITo .
2HM OREEMREDLEIZII Fisher D EHEER
SHEEE RV PIE<005 2 AR E L7z, Matid#hr
1Zix JMP 1000 (SAS Institute Inc.,, Cary, NC,
USA) #fHL7.

Bw R

1. BEE=

20024E 10 A 5 20124 9 H £ TITHU BRI AR
L7z REGHFBA AML 96 BlCD W TRt L7z (Ta-
ble 1). ERZHAM O HIEIZ 304(1~3555)H TH -
7o, MERNZSEME 56 B, KA BITH o7 i

65 MR AS 48 B, 65 ML LA 48 BITH D, Fip
JfE1E 60 (15~92) K THo 7.

WHO 4 # T i acute myeloid leukaemia with
maturation DFEFIA 19FI L KDL L, KWT AML
with t(15 5 17) (g22 : q12), PML/RARo 14 41,
acute myeloid leukaemia without maturation 13 %1
T&d - 72. acute myeloid leukaemia with maturation
L AML with myelodysplasia-related changes T X
65 MU EDBEDEIEN L D7z (Fig. 1).

2. B2 ERFE

BROBER LIHREIBERICRES N APL
EBwz82p o) B, 624612 AML201 72 i
GML200 71 b 2 — V2 & % B8 AFEIMIT X
n, 6 FICIRABLERES AT SN RY D 14
BIDH b0 7HNITFRHREO A TRABIE SN, 7
Bl i3t o BB (T BRBE L 72, 70 i 0 BE X
BHOEREZ BN 49 lE B EREAREE
Y7z, 70 L L OJERNE 30 FH 13 B EIFE A
FEDSHEAT S N7z (Table 2).

BERRERIE T o7 62619, 46 BIASCRIZHEZEL
72(CRE742%). ZDH L 11 FHIRMHIIEL LT
220 EOBEMEAREEZEL T/, AML201
REORFEETH 5 15 L L 65 & AKim I R
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No of patients

119

AML subtypes

Fig. 1 Number of patients according to AML subtypes.

Subtypes were divided according to the WHO classification: with minimal differentiation,
acute myeloid leukaemia with minimal differentiation; without maturation, acute myeloid
leukaemia without maturation; with maturation, acute myeloid leukaemia with maturation;
myeloid and monocytic, acute myeloid and monocytic leukaemia; monoblastic and mono-
cytic, acute monoblastic and monocytic leukaemia; erythroid, acute erythroid leukaemia;
megakaryoblastic, acute megakaryoblastic leukaemia. Gray bars show the number of pa-
tients <65 years. White bars show the number of patients >65 years.

Table 2 Age and therapy at diagnosis

No of Induction

Age

Low-dose

Palliative Changing

patients therapy therapy care hospital

~ 29 4 3 0 0 1
30~ 39 10 9 0 0 1
40~ 49 9 9 0 0 0
50 ~ 59 10 9 0 0 1
60 ~ 69 19 19 0 0 0
70 ~ 79 22 12 4 3 4
80 ~ 8 1 2 4 0
Total 82 62 6 7 7

&, BB OSBRI B ERE AL T 64.9%,
2a—APELEDB L 865% TH o 7z (Table 3)
OEU LOBEOHEIEHETOCRFIZIDA+
AraC ¥ 7213 DNR + AraC T 63.6% (7/11 #1), GML
200 AT 35.7% (5/14 1) T -7z (P=0.163).
IDA + AraC 721X DNR + AraC »#% 5813 100%
2260 (CR14I), 80% 456 %) (CR46I), 70% S
160 (CR1#1), 60% #3161 (CR1HI) THo7=.
3. B%

B AL TEMRE 2o 72 AML (APL 2 B

)46 BIDH b, 25 FISBREMEHICHERE L. F
BRI LR T 54.3%, 65 ERHA 46.9% 23t L, 65
B ETT714% TH Y, HEmE CHEIS o7
(Table 3). FF¥& T T B 1& A Il A 257 (24~
1,393) HTH Y, BEHICR-o TIIHERTTOPR
ilii 112 (76~932) HCTH o7z, BEEZE 256D
L 2 BINBIEE R, 2 BIAHERFIERH K Clizbs L7z
B5 2061095, 966 BRI EEME, 4615
B CREBMRBEEZITY, £TEBRIICT-
72 2 BICRIMAELEDH SNDs, o BB XL
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Table 3 Response to induction therapy and relapse rate

all <65 years >65 years
Induction therapy ~ . .
tionex  CR*(%)  relapse*(%) i e CR*(%) relapse*(%) tiepr)lats* CR*(%) relapse*(%)

IDA + AraC x1 36 29 (80.6) 14 48.3) 28 23 (82.1) 10 (43.5) 8 6 (75) 4 (66.7)
DNR + AraC x1 2 2 (100) 2 (100) 1 1 (100) 1 (100) 1 1 (100) 1 (100)
GML200 x1 13 5 (38.5) 4 (80) 0 0- -- 13 5 (38.5) 4 (80)
IDA + AraC x2 3 3 (100 2 (66.7) 3 3 (100) 2 (66.7) 0 0- .-
IDA + AraC/FLAGM x1 4 4 (100) 1 (25) 3 3 (100) 1(333) 1 1 (100) 0-
IDA + AraC/HDAraC x1 2 2 (100) 2 (100) 1 1 (100) 1 (100) 1 1 (100) 1 (100)
IDA + AraC/HDAraC x2 1 1 (100) 0 () 1 1 (100) 0- 0 0- --
GML200 x2 1 0 (0) - 0 0- 1 0 (0)

total 62 46 (74.2) 25 (54.3) 37 32 (86.5) 15 (46.9) 25 14 (56) 10 (714)

IDA: idarubicin, AraC: cytarabine, GML200: daunorubicin 40 mg/m? for 3 days+behenoyl cytarabine 200 mg/m? for 8 days,
HDAraC: high dose cytarabine, FLAGM: fludarabine 15 mg/m? twice daily (bid) (daysl-4), cytarabine 2 g/m? bid (daysi-4), G-CSF
300 pg/m? (daysl-4), and mitoxantrone 10 mg/m? (days3-5), CR: complete remission, *No of patients

CL7%Z BREOAFHHEOPLEIZEAK TS
(15~1,908) HFf, 65 s T 150(15~1,908) H 4,
65 MLl LT 107 (50~863) HTH o7z

4. £EFE

APL 2 Br\w 7z AMLE#/ICB W T, 54 0Sik
31.0%, 104E OS i3 279% Tdh -7z (Fig. 2A). 4Fh
W OEIFEB AT CAH B AL RO LI, 65 A
54 0S523% TFF F—IZELTWABDITHL, 65
U LEDS54E 0S1E5%, 64ET0% LHWOTRRET
-7z (P<00001) (Fig. 2B).

SR TIRAEBMIE 22 FlIciTbh, REERFFG
472% T -7z (Fig. 3A). EREARIED 2 2— R
PhE DD o 7RI DWW TIE, 65 Mkl 8 iEFIT
BN RS e IR 1T S I, 70% 12k
B RO Sz (Fig 3B).

WHRICIE ABE (n=14) &, B# (n=10) 1344F
EAIEL, 24 OS BENEN10%, 12% THo72
5, CBE (n=58) IZBWVTIF 24E 0S554%, 54T
75 h—(0S349%) »% 5 7z (Bvs C; P=0.004,
AvsC; P=0012) (Fig.4).

MRC ik ) A 7 5 ICHE D W TFH RIFR,
HEEE, ARBO3DIHELIER REFR1L
Bl, HEBEAS43H, NEREN286ITHY, FEjl
DWR TR BRI 65 MAERTLRE {, 652
B %H o 72 (Fig. 5A). 54E OS 13 BAIF#
A3533%, D 341%, AE#EEN212% TH .
BIFBEEARBOMCEARENRD N (BEF
B vs AREE P=0011) (Fig. 5B).

APL % B> 72 AML 21 O f# #4712 B v T log-
rank IJECEPRD S N EE (65 AR, 65 Ll

b)), Btk A2 (FHREM, FTH, FR#), &
(A, B, C#) 22w T Cox lepINY— FiEE H
WCEE BN 2T o728 25, E#h 65 il b & g
BRRREPEMTERERYAIETFTH o 72,
F v XMk 65 Lk 5.955(P<0.0001), FBAARE
13 3221 (P=00007) TdH -7 (Tabled).

APL OIEBNIL 14 FEBIH 12 BIASREIER L7z, 58
T L7 2 BN E g ARERIS, Th2hiih
ifil, BEHERGTRT L.

5. HEBHEEE

APL ZB\v72 AML 2128w, 54 RFS I
420% (Fig.2C) T®» Y, 65K D 54 RFS »F
583% T7J b —ITELTWDHDIHL, 65l L
D54ERFSIE 0% EARTH - 72 (P=0.0027) (Fig.
2D).

£ =

LR DA AML OEF AL, 65 AT IOV
Tid JALSG AML201 :RERO AR & iR L, BFE
AZE OS, RFS & JIEohholz. BEERDH
50% LHEROEmE L IZIZFAETH o/ ThITHL
TE5 U EDBEDOEEEMIEIL56%, 54 OS
13 5%, 54 RFS0% T& - 72. GML200 3 (fixed
group) & 65 R LD BEDOZEEMFEIL 60.1%,
44E 0S 13 183%, 4 4E RFS9% LB shTHH?,
YRORBEEIARRTHEL. TOHEHHO—DELT
GML200 SREEO B FEH I B 72 5 8 BIIC EMFE A
Ediibh, 09 B PS3LEN3HF, avbo—
WABROHERFEA 3B, Z0lF3hay bu— VAR
DRRCE, (OHEREREE, (KBRERME, RBHEE, 80
BUELZ 1AL N(A—EAZEL). 209
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0.2
0.1 >65y n=40  P<0.0001
0 - T T T T 4 r T T T !

0 1 2 3 4 5 6 7 8 9 10

<65y n=42

Probability of survival

Time from diagnosis (years)

<65y n=32

02 [ _
ol ] 265y n=14

Probability of survival

P=0.0027
001 2 3 4 5 6 7 8 9 10

Time from first CR (years)

Fig. 2 Overall survival and relapse free survival.
(A) Overall survival (OS) for all patients. Predicted 5-year OS was 31.0% and 10-year OS

was 27.9% for all patients.

(B) OS for patients <65 years and >65 years. Predicted 5-year OS was 52.3% for those
<65 years and 5% for those >65 years. There was a significant difference between the

two groups (log-rank P<<(0.0001).

(C) Relapse-free survival (RFS) for all patients. Predicted 5-year RFS was 42.0% for all pa-

tients.

(D) RFS for patients <65 years and >65 years. Predicted 5-year RES was 58.3% for those
<65 years and 0% for those >65 years. There was a significant difference between the

two groups (log-rank P=0.0027).

H 4 41 GML200 71 b 2 — )V % 50% Rif& 2=
B E B/ Leholz M3 %IE GML200 712 ha—
V& 100% &, 1 &1Z IDA+AraC % 70% & Tk 5
anz:.

HEEOTFHEPARZER L U CTEBHER G E g
BENLNZ L2 EPHRE SN THER, Kt
TEFHEAROLEBAREL 65 R LOBEIZS
WEEIE R d o7z, AIHEDOS WEBE T4 %R
BEOWHEPTAT, FEHHBBEO RS b 48T
S EARME LTBY, 202 & ERRLHRER
OEFHBEBEELTVwAEEZ 5NA. GML200
KETHRBEIZITbh TRV, BRICL-TE
MERO LRIIRE D, SHRBRMERIIOVWTES
DEMEDEEREHREB R LB 2 C, HiRa
THRLENDD. BREONRIEREARLEOTE
EMRIZ GML200 R 70 b 2 — VI X 2 IRER

X 9% IDA + AraC % 7212 DNR + AraC O &5
HOFPRRRETH o728, PEHITHYAEE
XA LN o7z 7 HEDELEITB T 65 %L
ko CBF A% 4 5 CRERFEENOBEL, S W
IS KE AraC BEEL#ET, ZAIPFH HLUE O HE
PBERSNIPERIEFIBRON o7, —F,
J% ‘T X AML with myelodysplasia-related
changes DE|EVEWEICE L, TOEFRIINFR
POFBARE NS FAB 73O MO, M6, M7 &
FIFEE THh - 72. AML with myelodysplasia-related
changes DHFIZITFHEARTH S MDS »HHBITL
72 AML Y& EFNTW A REIIEETET, Th
M EEE ORI R RIZ LD 5.

65 A DIEFIZBWTIE, RERTFHRARLE SN
HEMEAEEE 23— A EELERICH L
T, @f (B 760, BRIFEEH1IF) ICEER
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1 4
0.9 A
0.8 1
0.7 4
0.6
0.5 -1
0.4 4
0.3 A
02 - n=22
0.1 4

0 l T T T T L T T T 1

0 1 2 3 4 5 6 7 8 9 10

Time from diagnosis (years)
14
0.9 -
0.8 -
0.7 1 b=

0.5 41
0.4 4
0.3 A
0.2 -
0.1
0 T T T T T T T T T 1
0 1 2 3 4 5 6 7 8 9 10

Time from diagnosis (years)

n=8

Fig. 3 Overall survival for patients who underwent
allogeneic stem cell transplantation.
(A) Overall survival (OS) for all patients who under-
went allogeneic stem cell transplantation (allo-SCT)
(n=22). Predicted 5-year OS was 47.2%.
(B) OS for patients who needed twice or more induc-
tion therapy and received allo-SCT (n=38). Predicted
5-year OS was 70%.

02 B n=10
S——
0.1 4 B B vs C; P=0.004, A vs C; P=0.012
A =14
0 r T T T T T T T T )
0 1 2 3 4 5 6 7 8 9 10

Time from diagnosis (years)

Fig. 4 Overall survival for AML subtypes.
Predicted 2-year overall survival (OS) was 10% for
A group (), 12% for B group (—&), and 48% for
C group (—@-). Survival rates of cytogenetic group
A and B were significantly inferior to that of group
C (log-rank; B vs C; P=0.004, A vs C; P=0.0012).

A <65 years >65 years
H Favorable
B ]ntermediate
OAdverse
B.
1
0.9
0.8 1
071 Favorable n=11
0.6 1

Intermediate n=43

0.2 & + 4

Probability of survival
(=1
(%

Adverse n=28

Favorable vs adverse P=0.011
o 1 2 3 4 5 6 1 85 9 10
Time from diagnosis (years)

Fig. 5 Overall survival for those with AML chromo-
somal karyotypes.
(A) The number of patients classified into 3 risk
groups of chromosomal karyotypes (favorable, inter-
mediate and adverse risk) is shown.
(B) Predicted 5-year overall survival (OS) for a favor-
able cytogenetic risk was 53.3%, while it was 34.1%
for an intermediate risk, and 21.2% for an adverse
risk (log-rank; favorable vs adverse P<<0.011).

Table 4 Factors that predicted OS in all evaluable
patients by multivariate analysis

Variables Odds 95% P value
ratio confidence
interval
>65 years 5.955 3024-12206  <0.0001
Adverse risk karyotype 3221 1.656-6.164 0.0007

MZEITV, 70% TRIVATEMG O FERIL
EUAEBEESARORIEFEL472% THY, 4
BB DT Tidd 5 D34 Bl EHFEEAFEDER) D B
ETHRMEEHMBMZEITT I LI2LY, RIEAE
VR ONBU SR SN, — /T, BRED
BHEOBKIIATRTHY), FEARRTFOH L BE
WZOWTIZE—ERIIEL P ICBMEITZ 5 &9
RO A7 BRLL B OE/GEIT) Z LHE
HEEZD.

WA AML IZBWTHEFES o L b FREDHER
HEHIN TV L2DERBAEETHY, RIFET
b MRC B8k 2 7 H T FHRARFE O EAE
WL LZ) A HFTHo72. B, BT
i3 2010 %12 European LeukemiaNet 7 & HefB 4K IF
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WA AML O%EB] % FLT3, NPM1, CEBPA & fz T
EROFEERZACTY A7 2BILT 5V A7 40
RBEIND LY, REEZERLNNZ CTEETER
WCEDL TR ZE L2 FHOBEORE I 2
Twh., LALBBATRIZLALDEETERED
FEATISPRBR IR TH D, RN BT b BRIRRAER
FRFEL NNV TLIBEFERIHEHI TE T
v, IEEHE AML OHIZIIERO FHE T T
BHLTE Lo e FPRARBIVPHFELETHEERD
N5, TNOLFERETREICL > THES K, AfE
BHICE D BBESNLURENRBINTBY, 4
BELIIRETREBFELEEZONS.
#® w

R DA AML OB IE 65 AR IZ DV T
SEEEME, HHEE, 0S, RFS Wihd@EomE
LRA%EDL LLRRRRIFTH o728, 65U LEDE
WA ICDOWTIIREEMRE, OS, RFSWIFb AR
Thol. BEZICH LTS AML201 71 ha—)b
ZRELTT) C & TREEFRD LM B D
»H5b.
HERCBOTIHERICEREZROTED, Y
2 7 @ RL & 47 B Y 2 e 0 | B R oD i i S
BHZEAT LI LHPHBEHNTO AML OB E
DED—DE\VZDH. BEEIZOWVTD, EFIEIC
BRI R BALEIS OB IO W TREPLE L E
Abhb.

BR7R§ X & FIZEAE FORRE I3 2\,
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