I. INTRODUCTION

thrombin (catalytically active). Thrombin, in
turn, catalyzes the activation of fibrinogen as
well as the activation of platelets (145). In other
words, thrombin activates two branches of the
blood-clotting cascade (fibrinogen, platelets).
The result is a blood clot, which takes the form
of a network of crosslinked fibrin, where plate-
lets are crosslinked to the fibrin.

4. Chronic Myeloid Leukemia

In the United States there are nearly 5000
new cases of CML per year (146). CML is a
potentially fatal stem cell cancer that accounts
for about 14% of all leukemias (147). More
than 80% of patients complain of fatigue,
regardless of the phase of CML. About 40% of
these patients go to their primary care physi-
cians for something unrelated, and in the pro-
cess it is determined that their blood cell count
is abnormally high. Jamieson et al. (148)

347

outlined the events leading to the immortaliza-
tion of cancer cells in the myeloid leukemias,
including CML.

Imatinib is used to treat newly diagnosed
cases of CML. Where imatinib does not work,
nilotinib or dasatinib, which are also tyrosine
kinase inhibitors, can be used (149,150,151). As
mentioned above, imatinib inhibits BCR-ABL
tyrosine kinase.

The criteria for determining response to
treatment include hematologic assessments
and bone marrow cytogenetics (152), as well as
time to treatment failure and PFS (153), Talpaz
et al. (154) provide details on measuring hema-
tologic and bone marrow cytogenetic
responses during treatment of CML. Hughes
and Branford (155) and Baccarani et al. (156)
provide further information on using cytoge-
netics to measure response rates during treat-
ment of CML.
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