
Hematological Cancers 307

degree to which the amount BCR-ABL mRNA is reduced by therapy (198). When 
reporting the expression of BCR-ABL in the clinical context, the amount of mRNA 
is stated using an international scale. The medical community has accepted the BCR-
ABL assay as a prognostic tool, as shown by the clinical trial of Saglio et al. (199) where 
BCR-ABL expression was used as the primary endpoint in a study of CML. This study 
compared the efficacy of nilotinib (BCR-ABL inhibitor) with imatinib, and found 
nilotinib to be superior in efficacy. Jabbour et al. (200) described the uses and limita-
tions of the BCR-ABL assay as a prognostic tool.

e.  Cytogenetics for diagnosis and prediction – CLL
In CLL, the most frequent aberrations are represented by 13q-, 11q-,   12, 6q-, 17p- 
and 14q32/IGH translocations (201). Some of these forms of abnormal cytogenetics, 
as well as certain gene mutations, serve as prognostic markers in chronic lymphocytic 
leukemia. The 17p deletion (17p-), the 11q deletion (11q-), and the TP53 mutation 
indicate negative prognosis for CLL. Over 80% of CLL patients with the 17p deletion 
also carry a TP53 mutation. The 17p deletion and the TP53 can occur independently 
of each other, and both predict poor outcome (202). According to Badoux et al. (203) 
deletions of 17p or mutations of TP53 indicate a very poor prognosis, being predic-
tive of short time for disease progression, lack of response to therapy, and short overall 
survival.

In a study of 268 CLL patients, TP53 mutations occur in 3.7% of patients (n  10), 
where 7/10 cases showed a concomitant 17p deletion (204). Thus, there is a high prev-
alence of TP53 mutation in 17p-deleted patients. Only three (1.1%) of the newly diag-
nosed patients carried TP53 mutations without 17p deletion.

A totally separate study of CLL found TP53 mutations in 8.5% of patients (28 of 
328 patients), where TP53 mutations in the absence of 17p deletions were found in 
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