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Chromosomal Characteristics of Chronic Myelocytic Leukemia (CML)

Ihn Hwan Lee, MD; In Jang Choi; Sung Ik Chang, MD

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

This article documents the cytogenetic findings in 43 patients with chronic myelocytic leukemia
(CML). Short term culture (3hr) of bone marrow of 26 males and 17 females were studied with

different banding techniques.

during chronic phase (CP).

present in 20 cases (47%). Variant was t(14:22) (¢32:

Typical Philadelpia (Ph') chromosomes

8 cases were studied during blastic phase (BP), and the others were

[t(9:22) (g34:qll)] were

qll), additional findings were+8, —22q,

—22, i(17q), hyperdiploidy. In BP, 2 cases were hyperdiploid, 2 cases were mosaic pattern, 2

cases had Ph! and additional findings (complex translocation), the others had typical Ph! alone.

Authers discussed the relevance of chromosome change and break point.

regions are more often affected.

Certain chromosome

These might contain genes of critical importance for the final

malignant progression. Molecular biology may provide insight on the nature and expression of

involved genes.
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Table 1. Cytogeoetic features of 35 cases with
chronic phase (CP) of CML

Karyotype Case Number

normal karyotype 14

Pht alone t(9:22)(q34: qll) 16

variant translocation of the Ph? 1
t(14:22) (p32:qll)

t(7:10) (q21:pl2) 1
del(12) (q11) 1
del(22) 1
del(16¢24) 1

Table 2. Cytogenetic features of 8 cases with
blastic phase (BP) of CML

Karyotype Case Number
Pht alone 2
+8, £(9:22)(g34 : ql1) i(17g) 1
1(9:22) (g34:qll), t(3:9) 1
(q21 : q34), mar(19+7?)
hyperdiploid, mn(47—53) 1
with double minute chromosome
variable, mn(55—87) 1
mos 46/45, —F47, +C 1
mos 45, —12, —22, —C +2mar 1
/46, —12, --C, +-2mar
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Fig.1. Age distribution of CML patients. Black

bar means Phi-positive patients with
CML.
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Fig.2. One example of G-banding karyotpe
from a marrow cell of BP case, inclu-
ding ~8(1), Pht i(17qQ)(A).

Fig.3. One example of G-banding karyotype
from a marrow cell of BP case, inclu-
ding Phi(#) t(3q21: 9q34)(A) mar(19
4001

Fig. 4. Genesis of the ph'~chromosome through
different process of segregation.
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