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ABSTRACT

Chronic Myelogenous Leukemia, which is also called as Chronic Myeloid Leukemia is a white blood
cell cancer. The main characteristic of this form of leukemia is chaotic increase in growth of myeloid
cells in bone marrow. These cells get accumulated in blood. Chronic Myeloid Leukemia is a clonal
bone marrow stem cell disorder whereupon, proliferation of mature granulocytes (Neutrophils,
Eosinophils and Basophils) and their precursors occurs. In this, translocation of chromosome called
Philadelphia chromosome is characteristically found associated with myeloproliferative neoplasm.
We report a case of 26 years old female patient who is having the clinical presentations of Chronic
Myeloid Leukemia. In this case, the patient is having the substantial increase in the white blood cell
count and the conditions of Hepatomegaly, Splenomegaly and Grade-l bilateral parenchymal
changes. The treatment given to the patient was mainly aimed to control and decrease the white
blood cell count.
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1. INTRODUCTION

Chronic Myeloid Leukemia is certainly a large
studied human malignancy. Philadelphia
chromosome abnormality which is the principal
cause of Chronic Myeloid Leukemia was
discovered in 1960-61.This was the first
compatible chromosomal abnormality correlated
with a distinct type of leukemia. It was a great
discovery in cancer biology [1]. Signs and
Symptoms include fatigue, weight loss,
night sweats, low-grade fever, recurring
infections, abdominal fullness, early
satiety and lymphadenopathy, Hepatomegaly,
Spleenomegaly, Sternal tenderness are the
physical examination findings [2,3]. In the
pathogenesis of Philadelphia(Ph) chromosome
positive leukemia, the vital role was known to be
played by BCR-ABL chimeric protein especially
in Chronic Myeloid Leukemia [4]. Riveting
evidence showed that ABL-proto oncogens was
involved on chromosome-9 and previously a
gene which is not known on chromosome-
22,then termed as BCR for breakpoint cluster
region [5]. Rearrangement of BCR-ABL gene
produces clonal expansion primarily in
CML.Then blockage of apoptosis, genetically
programmed autonomous cell death occurs [6].
BCR-ABL gene also induces Anti-apoptotic
signals by causing cellular assistance to
cytotoxic anti-tumor agents [4]. The diagnostic
techniques of Chronic Myeloid Leukemia include
Chromosome Banding Analysis, Southern
Blot,Flourescence In-situ Hybridization and
Polymerase Chain Reaction. These techniques
diagnoize the progression and phases of cell
cycle at which cancer cells are present [7].
Treatment includes Tyrosine kinase inhibitors
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and the surgical procedures like bone marrow
transplantation [8]. Imatinib was considered to be
the first line agent for treating Chronic Myeloid
Leukemia [9,10].

2. CASE REPORT

A female patient of age 25 years was reported to
Oncology department with complaints  of
abdominal discomfort, loss of appetite, early
satiety for 3 months. In the Ultrasound scan of
whole abdomen, the impression found was
Hepatomegaly, Spleenomegaly and possible
grade-l renal parenchyma changes. In Complete
Blood Picture, there was drastic increase in white
blood cell count and the value of Total
Neutrophils, Eosinophils, Monocytes,
Lymphocytes was found to be 0%. In Bone
Marrow aspiration test, the myeloid series were
severely increased in number with the presence

of Basophils shift to left and 7% blasts.
Myelocyte peaks were seen. Bone Marrow
aspiration test along with Peripheral Smear

findings proved that the condition was Chronic
Myeloid Leukemia-Chronic Phase. The patient
was ftreated with Imatinib drug which is a
Tyrosine Kinase Inhibitor and this prescribed for
18 cycles in which one cycle is up to the time
period of 3 months. After first cycle of treatment
the immune system of the patient had a great
response and the values of differential count
became normal within the range.As the count of
Total white blood cells reached normal the
number of cells destruction decreased thereby
curing hepatomegaly and Splenomegaly.The
patient was alive and is continuing the treatment
of Imatinib.

Fig. 1. Complete Blood picture report before treatment
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Fig. 2. Complete Blood Picture report after a cycle of treatment

Fig. 3. Report of Bone marrow Aspiration test
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Fig. 5. Report of Ultra Sound Scan of Abdomen

3. DISCUSSION

The causation of Chronic Myeloid Leukemia was
still unclear. In this case, the age factor was also
uncommon. The main goal to be achieved was to
control and reduce the leukocytes count. The
treatment which includes Tyrosine kinase
inhibitor resulted in the reduction of Leukocyte

count and has reached the normal leukocyte
value in the treatment cycle itself. As shown in
Fig.1, in the report of Complete Blood Picture
before the treatment, the leukocyte value was
dramatically increased and the values of
differential count were found to be 0%. Fig. 2
depicts the Complete Blood Picture report in
which the leukocyte value and Differential count
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value which became normal after the first cycle
of treatment. Fig. 3 and Fig. 4 illustrates the
impression of Bone Marrow aspiration test which
shows the severely increased myeloid series,
reduced erythroid series and the abnormal cells
include 7% myeloblasts having moderate
granular cytoplasm, large irregular nuclei with 1-2
nucleoli.Fig.5 shows the report of Ultrasound
Scan of Abdomen in which the conditions of
Hepatomegaly, Splenomegaly and Renal
Parenchyma changes were depicted.

4. CONCLUSION

This case report illustrates the Chronic Myeloid
Leukemia which was effectively cured by the
treatment including Tyrosine Kinase Inhibitor.
The Clinical features of Hepatomegaly,
Splenomegaly and renal parenchymal changes
associated with Chronic Myeloid Leukemia were
also treated and subsided.
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