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ACUTE MYELOGENOUS LEUKEMIA IN THE ELDERLY : TREATMENT
AND ITS PROBLEMS
—— ANALYSIS OF 52 PATIENTS REGISTERED IN OUR DEPARTMENT —

Yutaka TAKEI and Noriko Usurl

Division of Hematology and Oncology, Department of Internal Medicine,
The Jikei University School of Medicine

In order to investigate the optimal or feasible treatment for the elderly patients with acute
myelogenous leukemia (AML), we analyzed 52 patients with de novo AML who were admitted
in our department between November, 1980 and July, 2000. Fifty-two were received induction

therapy consisted with daunorubicin and cytarabine.

sion (CR), CR rate was 67.3%.

As 35 patients attained complete remis-

Overall survival (OS) rate at 5 years for all the patients was

17.39%, however, that of patients with CR was 26.0%.
Since important factors of outcome were age (60-69y.0. vs 70-82y.0.) and karyotype

(favorable/intermediate vs unfavorable), we classified the patients into 3 groups based upon
calculated scores. The patients whose calculated score was 0 had best prognosis and they are
considered to be candidates for intensive combination chemotherapy to cure their AML. On
the contrary, the patients whose calculated score was 2 had worse prognosis and conventional
treatment might be appropriate for their AML. New and promising treatment should be
developed to cure their AML.

(Tokyo Jikeikai Medical Journal 2002 ; 117 : 183-91)
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e ERER I EE RIS B L& O R E % %
Fruvaiz 60 LA LOFERITH 2. wEIS I FAB
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2. BEHE

1) Ef#E A#EE1E daunorubicin (DNR) &
cytarabine (Ara-C) O 2FIBFfH 2 & A & L
f’:g)*lo).

2) HERBELRE, EREARERICHET T
DNR & Ara-C ZffH &£ 3 % 1Z %, enocitabine
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Kt kg E e fllas b,
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1) 4% (complete remission: CR) I,
DT OFnik 4 8T 2 L @& LTz,

(1) EHEOIFEKBUL 5% LAT.
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Table 1. Patient characteristics
No. 52
Male/Female 37/15
Median age (range) 66 (60-82) y.o.
60-69 y.o. 40
70-y.o0. 12
FABtype No
MO 2
M1 10
M2 24
M3 4
M4 9
M5 3
M6, 7 0
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Table 2. Clinical results
Age Group
ELD OLD b value*
OVERALL 60-69 v.0. 70-82 v.0.
No. 52 40 12
CR 35 30 5
NR 17 10 7
CR rate 67.3% 75.0% 41.6% <0.01
Relapse rate 71.49% (25/35) 67.7% (20/30) 100.0% (5/5) <0.01
5-years OS rate 17.3% 20.0% 8.3% 0.092
MRD 15.1 mos 15.5 mos 6.2 mos 0.524
ELD ; elderly patient, Old ; old patient, MRD ; median response duration
OS; overall survival
*k comparison between ELD and OLD
Table 3. Structural abnormalities and outcome
Cytogenetics*
p value
Unfavorable Intermediate/Favorable
N 13 39
CR 6 29
CR rate 46.2% 74.4% $<0.01
Relapse rate 100.09% (6/6) 65.5% (19/29) $<0.01
5-years OS rate 10.3% 19.1% $<0.01
MRD 8.7 15.8 »=0.062
Favorable No. of patients *According to Southwest Oncology Group
t (8:21) 6 and Medical Research Council
t (15; 17) 3
inv (16) 0
ThHYH, M6 & M7 DFEGZ % » -7z (Table 1), CRF(Z416% THY MM EEEZZ2R D

IS DREBID S B, FEFEANC, S 512 60 K H
569D 40 N ETOR1 5 825D 12 A D 2 B
W43 TREMT U7z (Table 2), Bk RIRIS4ET
1%, favorable type i% t (8 ; 21) #ZEE 6 41, t (15 ; 17)
HEEE 3 Bl EF 9 9, unfavorable type 1% 13 fill, #
D fitL D TE & % B % & ¢ intermediate type 1% 30
BlcH-7z (Table3).

2. RERE

1) FEfEER

S SRAER 52 B 36 1 B I HERRET I, 35 4
M CR &7 0, CRZFIZL 67.3% Th - 7z, LA
IZ 60-69 REE & T0-82 RELED 2 BRI 0 U 1255,
AT 40 Bt @ 30 Bl 8 CR I #H A & h, CR¥%
75.0%, ®ED 12HH 0 5415 CRICEA S,

(»<0.01) (Table2).

PR RNC 1E, favorable type D CR =
66.7%, intermediate type ® CR 2 76.7%, un-
favorable type ® CR % 46.29% & 7% v, favor-
able type #f & intermediate type # ® CR X 12
HEEP»D o720 (p=0.158), favorable
type B CR =% unfavorable type & & bhiig L
HEENEO 5Nz (p<0.01) (Table 3). G-CSF
BEDOHFHEICDOWTIEX, G-CSF (+) #o CR %
75.0% 1%, G-CSF (—) #®D CR 3} 62.5% & K&
L CERBREZ/O o7 (p=0.079) (Table
4).

2) HEfEX

2 52D 5 FEFFZE (overall survival : OS)
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Table 4. Clinical results according to administration of G-CSF

G-CSF (=) (+) p value
No. 40 12
CR 26 9
NR 14 3
CR rate 65.0% 75.0% 0.079
Relapse rate 69.29% (18/26) 77.8% (7/9) 0.433
5-years OS rate 17.0% 11.3% 0.442
MRD 16.1 111 0.899
100
b o

e ALL (60-82y) :N=52
ELD (60-69y) :N=40
OLD (70-82y) :N=12

PROBABILITY

ELD VS OLD : p=0.092

4 ]
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Fig.1. Overall survival curves of eldery AML
patients
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20 e L J
10 1—l

0 24 48 72 96 120 144 168 192
Mos.

Fig. 2. Overall survival curves of AML patients
entered CR

12 17.3% ThH o720, FnFERTlx 60-69 D 5
£ 0S 20.0%, 70-82 AED 54 0S 8.3% LAE
o 72 (p=0.092), BIEICEFRN LT
Ef A3 o 72 (Table 2, Fig. 1), CR#IcfE 2 &
60-69 FREED 5 F 0OS  26.9%, 70-82 &KEED 5
OS 20.0% Lt BEEZIIED Lol (p=0.524)
(Fig. 2).

A 22 R A1 unfavorable  type @
54 0S 78 10.3%, intermediate/favorable type
DE5FEO0S»19.1% TH Y, 2HEMD OS12idh

80 | | _ Intermediate/Favorable:N=39

—_— Unfavorable type:N=13
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Fig. 3. Overall survival curves according to
cytogenetics
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Fig. 4. Overall survival curves entered CR accord-
ing to cytogenetics

BEENPHEO SNz (p=0.0164) (Table 3, Fig. 3),
UL, CRANCER- Tl =R T 2 L BEZE
B 5T (p=0.407) (Fig.4). G-CSF #5.0
BIEICOWTIE, G-CSF (+)#D 54 0S 11.3%,
G-CSF (—) ##D 54 0S 17.0% TH Y, 2 B
WOSOEEZEIZED & otz (p=0.442)
(Table 4, Fig. 5). CR#licfR-> T d, G-CSF (+)
FED 5 0S 39.5% & G-CSF (—) oD 54 0S
346% THY, 2HBODOSIKEEZEIRD X
Mmootz (p=0.899) (Fig.6).
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— With G-CSF:N=12
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Fig. 5. Overall survival curves with or without G-
CSF

% 90 — With G-CSF:CR:N=9

Without G-CSF:CR:N=26
p=0. 899

PROBABILITY
=
S

0 24 48 72 96 120 144 168 192

Fig. 6. Overall survival curves entered CR with or
without G-CSF
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WEAERNC 3 % & 60-69 BEHE67.7%, 70-82 %
100.0% TH VY, BEOEIARTIEEICE»-T:
(»p<0.01) (Table3).

oo A& 8 B O B ¥ 3 1% unfavorable  type B
1009, intermediate/favorable type #f 65.5% &
B0, BB EREER > THREN S o7 (p<
0.01) (Table?2),

G-CSF #500F®ATlx, G-CSF (+)FHFHR
778%, G-CSF (—) #£625% tEEEFAON
otz (p=0.433) (Tabled),

4)  Wrhw

AT AR O 4277 £ I IFREERIE 11
BlThH -tz FECHNZ 41 BITH Y, NI, #E
FERRE A DR 17 #, BT 21 B, Efg
DOEZE 3 B (e 161, FIEMEE R 16, &
160 Thoie.

Table 5. Comorbidity

Z,
e

Diabetes mellitus
Hepatitis
Arrhythmia
Gastric ulcer
Duodenal ulcer
Hypertension
Cholecystolithiasis
Colon polyp
Ulcerlative colitis
Pneumonia
Parotiditis
Glaucoma

e e e Ul SR (CRR JUR U S |

Hypothyroidism

Score0:N=32
Scorel:N=15
————  Score2:N=5

=

PROBABILITY
3

Score 0vs2:p<0.01
Score 0 vs1:p=0.0979
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Fig. 7. Overall survival curves according to prog-
nostic score

5) EfbE

VIR O G HHE XTSI « NEEIRZ 20INE R
B O, BERER E23% o7z (Tableb).

6) EWEMH

ERRE AR L BEITERIC DWW TiE, Grade
3 (National Cancer Institute Common Toxicity
Criteria) A_E D MEE S LN A S, B
% 5L 7z,

7 TrRRERT

FRET 2T 2 720, HizR D X 512 70 @A
B L g fR %R unfavorable # % 7 L F WA
BARFRa7 1 A8z, ERTFOEFHEL» S 3
BRI TR L 72, BREOEIER (BFEE) 13,
GEHMEA 27 0D 781% (60.0%), GeHEA a7
1D 60.0% (100%), & FHE A 2 7 2d 20.0%
(100%) TH-7- (Table6, Fig. 7). &&HE 0 &
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Table 6. Scoring system
score Age Karyotype
0 <70 Favorable/Intermediate
1 70= Unfavorable
Total score 0 1 2
N 32 15 5
CR 25 9 1
CR rate 78.1% 60.0% 209%
Relapse rate 60.096 (15/25) 1009 (9/9) 1009% (1/1)
5-years OS rate 19.8% 16.7% 0.0%
MRD 15.8 mos 11.1 mos 6.2 mos
5-years OS rate 0vs1 1vs2 0vs 2
b 0.0979 0.3342 <0.01

BT - IR bICiEL D bEREEZR -
TENTEY, TREFFTDH .

Iv. # =

“total cell kill” OFEHEZIcE D E, AML X
FRHNE 2 AR T 2 & £ 23, WEEE 57012
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SHEOERH AML 125 T CR ZEWEH
LT, © mEz b X 0 {EE 0 125 ki
AMEMET 2 2 &, @ HIEHITEL i ERIEHT
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WL, 60-69 % & 70-82 FR D 2 #1249 U 72 fi# AT
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z. — 7, Manoharan 53, E&E O & X HE
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ol LR LT, 2 O i R F 5
Tl¥, granulocyte macrophage-colony stimulat-
ing factor (GM-CSF) MSRiJ7AME I & Y,
Tk A #AR O A 1o B A 2 880 72 4%, CR
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FEE LIRS, intermediate B L favor-
able HD 2 FEIZ DO W TIFE— 7 V—7" & L2929,
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