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20-Year Lag Time Between Smoking and Lung Cancer
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Chronic Myelogenous Leukemia (CML)
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All images on this page are taken from HemoSurf - An Interactive Atlas of Hematology http://e-learning.studmed.unibe.ch/hemosurf_demo/.
Courtesy of U. Woermann, MD, Education andl Media Unit, Institute for Medical Education, University of Bern, Switzerland.

<Chronic phase of Chronic Myelogenous Leukemia (CML) >

1. Blood smear at 400x magnification showing increased number of leukocytes with many progenitor cells of the myeloid lineage as well as basophils and neutorphils with pseudo
Pelger. Increased number of thrombocytes.

2. Blood smear at 1000x magnification showing a metamyelocyte (1), a myelocyte (2), a band neutrophil (3), a promyelocyte(4), a segmented neutrophil (5) and an eosinophil (6).
3. Bone marrow smear at 400x magnification showing of clear hypercellularity and increased number of megakaryocytes.

<Blast crisis Chronic Myelogenous Leukemia (CML) >

4. Blood smear at 400x magnification showing monomorphic progenitor cells of the myeloid lineage.

5. Blood smear at 1000x magnification showing three leukemic blasts.


http://e-learning.studmed.unibe.ch/hemosurf_demo/
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¥ Karyotype showing the Philadelphia chromosome.
46,XX,t(9;22)(q34.1;q11.2
http://www.lhsc.on.ca/lab/cytogen/cml.htm
Courtesy of Dr. Janice Little.
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becr-abl ber-abl )\ Substrate activated
| by phosphorylation

) —_— %
Substrate, e.qg. \J

Kinase domain BBE-2. SHC

Substrate cannot
ber-abl enter kinase site

Tumor cell

™ cannot proliferate

Imatinib competitively binds
to site and inhibits protein

F http://en.wikipedia.org/wiki/File:Mechanism_imatinib.svg
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VEGF, vascular endothelial growth factor
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VEGF, vascular endothelial growth factor
VEGFR, vascular endothelial growth factor receptor
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¥ Ehata et al., Cancer Science, Volume 98, Issue 1, 127-133, copyright (2007)
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