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Unfortunately, CLL is a disease that Continuous treatments can cause —t Relapse is defined as The two most |mpprtant CLL genetic prognostic Dec_rease in plate-lets or Hbo Absolute I‘.Iel:tropl;lll
@ has no cure and relapse is inevitable most patients to progress while on evidence of disease markers that S|gr‘1|f|c.antly affect the course of the (nadir) from baseline value (%) count (nadir)” x 107/L
in most patients with time. However, treatment and therefore monitoring 6 progression in a patient disease and the likelihood of relapse are:
positive treatment advances mean for progressive disease is essential."? who has previously
that remission periods are now longer achieved a CR or PR for . i in 30% '
e p g e del(17!o) which occurs in 30% of patients who 0 No change to 10 %)
: = : experience a relapse
TP53 mutations and/or no /GHV mutation
[ 11-24 >] and <2
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Treating relapsed CLL3
Progressive disease (PD) during or after therapy is characterised by at least one of the following, when compared with nadir values:
Poorer treatment responses, as well as shorter 3 50-74 >0.5 and <1
° Lymphadenopathy* - disease progression occurs if one of e Transformation to a more aggressive histology (Richter’s time interval before relapse associated with the
the following events is observed: syndrome or Richter’s transformation)! del(17p) mutation, TP53 mutation and the lack
- Appearance of any new lesion such as enlarged lymph of mutated IGH\(are the focus for using new /i =75 <05
nodes (=1.5cm), splenomegaly, hepatomegaly, or other G Occurrence of cytopenia (neutropenia, anaemia, or targeteditherapies tojtreat CLL
organ infiltrates - transient increases of lymph node size thrombocytopenia) directly attributable to CLL and
during treatment with novel inhibitors may occur and unrelated to autoimmune cytopenias:
should not be counted as PD _ _ .
- An increase by =50% in greatest determined diameter of ’ Durmg};{;hera_py: CythpEmalZ rbnay occur ‘35 a S|d3.eff(?[ctt(k)]f
anv previous site (=15cm many therapies and should be assessed according to the 3,4 Q\\
yP ( ) Grading Scale for Haematological Toxicity table (please Goa"s Of CLL thera py
see on the right) O
An i in th | ize by =50% or the d : : - : - :
e nnereasen e spreen 5|z$ y=ou% oriie de nove - Post-treatment: The progression of any cytopenia Since CLL remains, in most cases, an incurable It is important to realise that every person living with CLL
appearance of splenomegaly (unrelated to autoimmune cytopenia), as documented : m ' ' ' '
- disease, the goals of therapy are to:* IS unique, and starting or changing treatment depends
by a decrease of Hb levels =2g/dL or <10g/dL, or by a y on many factors, only one of which is the iwCLL criteria.
e An increase in the liver size of 250% of the extent decrease of platelet counts =50% or <100 x 10°/L, which Treatment decisions are dependent upon the speed of

with the cytopenia resulting from increased marrow OO
AN i in th b fblood | hocvtes by 50% infiltration of clonal CLL cells, and is not considered a Patient wishes and preferences need to be taken into
O N Increase in the hmber ol biood lymphocytes by olie or treatment-related toxicity s account using a shared decision-making model.*
more with at least 5 x 10/L B lymphocytes®

enlargement of the liver below the costal margin defined by occurs at least 3 months after treatment, defines progression and number of previous treatments.
palpation, or the de novo appearance of hepatomegaly* disease progression if the marrow biopsy is consistent % (ﬂ +
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