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Clinical Study of Chronic Myelogenous Leukemia

In Suk Lyuh, MD; Hong Suck Song, MD

Department of Internal Medicine, Keimyung University
School of Medicine, Taegu, Korea

A retrospective review is presented for 23 previously untreated patients with chronic myelogenous
leukemia between July 1981 through July 1987 at the Keimyung University. The results of study
were as follows:

The mean age was 38 years with a male to female ratio of 1.1:1. On admission, LUQ mass
was the most frequent complaint in 12 cases (52.2%) and easy fatigability, general weakness,
bleeding, indigestion, weight loss were commonly presented in order of frequency.

Physical findings revealed splenomegaly in all cases, hepatomegaly in 10 cases(43.5%), and
lymphadenopathy in 2 cases(8.7%).

Hematologic findings revealed hematocrit below 11.0gm/dl in 87% with mean of 9.0(range: 5.1
~—14.0)gm/d], leukocyte over 100,000/mm? in 87% with mean of 241,200(range: 46,500—516,500)/
mm?, and platelet over 800, 000/mm? in 22% with mean of 522, 000(range: 170, 000—1, 112, 000)/mm®.
Bone marrow aspiration disclosed mean percentage of myeloblast was 3.5% and mean of myelob-
last plus promyelocyte was 10.9%.

Peripheral leukocytosis was deeply correlated with bone marrow immature cells(p<{0.001), but
did not relate to spleen size, degree of anemia, peripheral immature cells, and LDH(p<0.01),

Cytogenetic study was performed in 10 cases, and there was Philadelphia chromosome in 6
cases, aneuploidy and double minute chromosome in one case, and normal study in 3 cases, and
one which performed in blastic phase revealed Ph!, 8 trisomy, and ¢ (17q).

Three year survival rate of total 23 cases of busulfan-treated patient is 80% with mean survival
time of 42 months, and there was no statistical significance between male and female group
(p<0.1).
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Fhothu, Table 1. Age & Sex Distribution
el E AL o “EFA S Male Female Total(%)
01 Ao Wyl FAY sA7olgk FA| 5] 1954
388 19633 74A ¢ A 122, 19649 19774 —20 1 1 26D
v}u A2AY AF FIAAE B WAEE ° 2
3 gl AA WYY 3,561 o 7hgul 493¢] & 40—50 9 6 8(34.8)
13.8%2] Wl =8 viehil Sloh 32 A AEe 19814 50—60 0 0 0 (O
el AP T 49y 8BAE E4Hd =8 60— 3 0 3(13.0)
of o] A4, Heldhd i, HAdL) o]
B9 A4nA, 10004 AN AL 2 Total 12 11 23 (100)
g5 ol Ee Xud WE 2L AT ATE 3 11:442?:/_’—};31;1%;:35??114' 5, Range: 1566
ul gle] olel) B msliz whelr}
Table 2. Cardinal Symptoms
drchd W gy LUQ mass 12(52.2%)
o T gt 1981 79 XE 19874 79 b Easy fatigue 9(39.1%)
e ¢ BE General weakness 9(39.1%)
Aegeld Az HAatd ggste] uag T4y Bleeding 7(30.4%)
WHWew ez stelse] busulfan oFAlA x Indigestion 5(21.7%)
E AGsgwl 24l F 1 Y] S dF 24E Weight loss 5(21.7%)
ol ste] o] AbollA] A st Vhe] X 234 B ulAF Fever 4(17.4%)
o 2 st ). Anorexia 4(17.4%)
AZGADALE 10l A Toa 78 Sshe] A Epigastric pain 4(17.4%)
g sl ar, FA A A 4o “SPSS” soft ware sys- LI.JQ pain 3(13.0%)
tem & o] $3t2 3, 4ELL Kaplan-Meier 4y Dizziness 3(13.0%)
4 AgAg ou0 A EA e A EA AN 19874 General ache 2 (8.7%)
ol Night sweat 2 (8.7%)
129 319 7 & Aty te = by o, Rl 124 DOE 2 (8.7%)
oz 1148 A &) 7+el zlolE log-rank test & Cough 2 (8.7%)
o] &3l vk 2
Table 3. Duration of Symptoms
A K_-ll
—1 month 6(26.1%)
Doy W MEEEgFe 154604 664 714 1 month—3 month 521 7%)
= 9 389 209 "-‘L4;DH‘_7]~ 7] 841 (54, 8%) 3 month—6 month 5(21.7%)
= A = K ihddd 6 month—1 year 5(21.7%)
2 Eerow, dvvlE ¥@x} 12 % 1l ®E 1year— 2 (8.79%)

1.1: 1o}¢l vF(Table 1).

2) YMTA U SMT|ZE:
A B F I 5 1261 (52.2%) 2 S} gl
7t A A A kbl Ay 941 (39.1%),

244 4 Lsxg-e— 3
. Az
77l

%3]
R

(30.4%), 4353 9 AF744 54 (2.7%) =
g g, A8z, PIEEZIZe] Ayl 49
(17.4%) 5o o9 ovl(Table 2), Za7] 7k

6749 o]k} 169 (69.5%) 6-1 ¢ A 1date]l7t 5
(2. 7%) =el5 Dol abe] 24 (8.7%)% th(Ta-
ble 3).
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74 2940 (8.7%)% &, ZAFv =
A ov HFRF =27+
Agz, aFde A dels ¥
Harle A5 E3
4 M4
9= HJF 9.0gm/dlg o,
& @ o] 4o (17.4%) S %

rﬂﬂ

5%>41A4 =t
3F 3.7cm =
A

3} 14.4cm =.7] ¢ eF(Table 4).
P A 425 5.1004 14.0gm/dl o]
7.0gm/dl
22 st vk (Table 5).

ol stel 4

5) ey 9 3 T-9=4= 46,5004 4] 516,500/ mms3

o] 9] 2 5 F 241,200/mm? & o}, 1

o] 3}k 34 (13.0%) 100,000 =] 400,

00, 000/ mm?
000/mms3 o]
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Table 4. Physical Findings

Table 8. Hematologic Findings*

Lymphadenopathy 2 (8.7%)
Hepatomegaly 10(43.5%)
Mean=3.7+2.1cm
Splenomegaly 23 (100%)
Mean=14.4+5.2cm
Table 5. Hemoglobin
5— 7 4(17.4%)
7— 9 6(26.1%)
9—11 10(43.5%)
11— 3(13.0%)
Mean+S.D. =9.04+2. 1gm/dl
Range=5.1—14. 0gm/dl
Table 6. WBC
—100, 000 3(13.0%)
100, 000—200, 000 10(43.5%)
200, 000—400, 000 5(21.7%)
400, 000— 5(21.7%)

Mean=+S. D. =241, 2004147, 000/mm?
Range =46, 500—516, 500/mm?

Table 7. Platelet

P.B. Blast 2.8+2.1%
B.M. Blast 3.5+2, 2%}
P.B. Blast4-Promyelocyte  8.145.3%
B.M. Blast-+Promyelocyte 10.9-5. 8?]
P.B. Eosinophil 2.6+3.3%
B.M. Eosinophil 1.9+1. 87]
P.B. Basophil 5.0:-3.4%
B.M. Basophil 4.0£2. 37}
P.B. Lymphocyte 5.7£3.9%

*: Mean+S.D. **: p>0.1

Table 9. Laboratory Findings*

BUN 10.0 (14.6+ 6.4: 8— 32)mg/dl
Total .
protein 4.5 (6.94% 1.0: 3.6— 8.0)gm/dl

Albumin 18.2 (3.9+ 0.6: 2.3— 4.6)gm/dl
Bilirubin 9.1 (0.6+ 0.3: 0.2— 1.6)mg/dl
ALP 13.6(101.7+ 60.9:27.0—297.0) U/L
SGOT 18.2 (30.1+ 16.8:11.0— 78.0) U/L
SGPT 8.7 (19.3+ 13.9: 7.0— 69.3) U/L
Fe 55.6 (62.64 32.1: 27— 99 ug/dl

TIBC 66.7(334.9+ 86.8: 256— 535) ug/dl
Ferritin  25.0(119.0-+129.0 : 9. 30—389. 0)ng/ml
Urate 30.8 (6.0+ 1.6: 4.5— 11.0)mg/dl

200, 000—400, 000 9(39.1%)
400, 000--800, 000 9(39.1%)
800, 600— 5(21.7%)

Mean=+S. D. =522, 0004286, 000/mm?
Range =170, 000—1, 112, 000/mm?

154) (65.2%) =.7] 3= 400, 000/mm? o] AFo] 5¢f (21.7
%)E A 519 vF(Table 6).

6) gAn: ¥ 494 170,000604 1,112,000/
mm?e] €8s sF 522,000/mmso] g o, 800,
000/mm?® o] ¢l A% FrlE 5ol (21.7%)0 A 2
Z5 ¢l e} (Table 7).
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8) HAMMAA | A A 472 Table 99F 2o
azotemia 10%, A 99 ¥E %5 4.5%, A diwdE
18.2%, W8 W13~} 9.1%, alkaline phosphatase
%71 13.6%, SGOT 57} 18.2%, SGPT %7} 8.7
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0.01) (Table 10).

10) HZEREAAL: o A 7 AFE 104 o
o o 3o AAFAAY T, 64 d
QA FPelg o %
=

1A A 5 sk

= g}l 5] o}
blastic phase ol A A%
1 1= +8, (1799 A% wygx(Fig D,
Y] A] 1o i= 47 W] 5371 ¢ aneuploidy ¥ double
minute chromosome 8] 2A(Fig 2)& leld §
rh(Table 11).

1) MEg : :Kaplan-Meier 4 4%
23dl3= 1A 2 3l A Ego] A7 92%, 80%E
‘Tf"‘“&ﬂ e 420 9ol g oni(Fig 3), ¥t 12
dE 3dAEg0] 28% 28z AT 11d L 75%
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Fig 3. Kaplan-Meier survival curves of all patients
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Fig 4. Kaplan-Meier survival curves of male and female groups
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g 7= 100, 000/mm? o} Ao o 7} 90% & A
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I AxFAes A Fohdel Qi E5T
Al A epTul 10—50: Io[wY, Hxddnrl nl4y
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FAF T 2ASe] deodd Fgobret
gol 20% olAtelwl ol LFE A
Auer rod 7} b =w] 4] o} FA
SRR s -l Sl A S| P

Fraihe 32 =8 499 433 1,000,000/
mm? o] akel A g Frbdl = 25%el A akaks] v,
2 A L] 5o olAdiLAs W) gl 2D o] g
collagen & §317el o} of=aldele] <34 ol %
A g0l &5 DBUNA. 425 A
2100, 000/nm? o] ] & 7 ?7}7} 87%0°| 2 9
T 241,200/mmd oj o, 3 AESE 61%0]
800, 000/mm3 o] A&l A gk o /} 22% 6 A wakslg
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| Folsk g4tk
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SAE e, @ Aol s w4
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o] 4o & Godde-Salz 5392 8 trisomy &
= Y dAAe AHel 2vhsk
5 9=t
Folzl 804 o] e 75% o] AelAl Y gAlA] A Ao
erti woslgieh, @ Mitelman 572 A gho]
A# g ek AaH oA Phras, 2Pht, 48,
(178 ¢o® ¢afAql olae]l 2w} stg =,

Sadamori 592 (17q)7} 9o o oAkl 44X
At 2l A et wad o geb Az}
5o A $ 1041% 6ede4] Phted A HESY

ow o] F oA WA Alg g 1o Pht o4
oﬂ 8 trisomy 9 i(17q)7F FAHP 2 }u]=] 44
% 19 & aneuploidy 8] 3 3ol = & A s & o] i},
A4 FAE w A FFolulel ek
e oohE e ik el Az detgrlE

smz Folq guolA Al AFE o Fdrhe
AL olFT. A Fst BAdAEE wl ASE
A e Fael Asta W%, 0, YT
Zo}, HYTe A GRSl Askz 4 Yo
e 8 BadEbt 9 ASE o5k 29
o o}saw), 10% ol4el 5AATFAA 9
247k o ok BRdtn WY, JATFEANE, 2

1] il =
W, 2adte 3 F45S dpdoes @
o] gtz ® s}y e,
o, 4, FAREETO, &
T2l debzs), gRA2AAE Fol ¥
A e A g T g e A

g7 Hﬂw oz WAY TETEA

Hzoh wElste] WATA, 2

27718l A% AT -2 60867 g o] 2,
Cervantes 59 7 « vl o, H2He] Aot
b vebd AL E5A EFe st 5% oldtel A
2 iz TuraFZe 3 @ wEd, PLglo
150, 000/mm?® o] 3}o] AL} 500,000/mm? o] 4ol
-, wEddwd BFobTrl 1% ol el H3
T7F 100,000/mm® of 4 zelx FHHTATAZ
7t 20% o4l A4EL A=) ol HFrH
ol 2870l elr} sty 2w, Kardinal 592 of x}e]
A el datnel At stgot AAwd A
G2 FAIFA el %’193\‘1'- Al ok T
4 ge] 0%2 Fow®, "y 27 a7k

busulfan <ks] @ Fuko] 27 A& el o
Moo, cpgolt AR 2 F AT S
= &t wbEers % A

154] el 4] 664] 712 2 204] w]wlo] 26
L 38Ag o, diulE dal 124
L1109l

& 2 ERF /b 124 (52.2%) 2 7}
F WstE, 4 Smgsh AAddgde] 44 9
(39.1%), &80l 7a1(30.4%)% 00, =9 &3 &
#, A4, ¥d, A5, 5SS

G0 2 e o, o] £AA v Ed = A cﬂ
ol gAY HFE 1040 (43.5%) 28]z
ZA LA 20 (8.7%)N A k=9l v

3 wtzdd LA YA 4L2E 9 9.0gm/dl =
11.0gm/dl o|5t7} 87%, ¥l & F4== w35 241,200/
mm? o 2 100,000/mm? o] A2 F7lel & 87%0] ],
H4uks ¥ 522,000/mme® o 2 800, 000/mm?
el AR A 2%% Adsdrh 144
A2 BRFTE T 3.5% T 4 AT
TTY & AT 10.9% 2 kg T2gd e v
AeAze wgst 4 Al 9eom(@>0.1),
WS FZ s Z )l T wl A SAl e Ze Ala)
A 7 AP 2 (p<0.001), nulF=7], Hhﬁ_ﬂi ut
zu| 54z, LDHA st 75153 folst
= s (p>0.01).

O AAAAAE A 105 3= AA44A
olglz, 6ol Hetdslotgd A vheldhon of
F ol A ukFAl Al g E 14 &= 8 trisomy oF {(17q)
& 2E 3 e A 14 aneuploidy & double
minute chromosome o] akz+5 9l v},

5) Kaplan-Meier 4 A &84 wwl A 234 &
3] YEfo] 80%ol HFAEI L 427}]%0]"q
ov, FRE 1241 3y A EFo] 28% LE
AF 16 E B%oI SA A 0§98k 3%9%
t}(log rank p>0.1).
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