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Discussion

Maintenance Therapy

disease progression, after 4-6 cycles of initial therapy.

SYSTEMIC THERAPY FOR ADVANCED OR METASTATIC DISEASE (2 OF 3)

Continuation maintenance refers to the use of at least one of the agents given in first line, beyond 4-6 cycles, in the absence of disease
progression. Switch maintenance refers to the initiation of a different agent, not included as part of the first-line regimen, in the absence of

= Continuation Maintenance: Biologic agents given in combination with conventional chemotherapy should be continued until evidence of
disease progression or unacceptable toxicity, as per the design of the clinical trials that led to their approval. There are no randomized data
supporting the continuation maintenance of conventional cytotoxic agents beyond 4-6 cycles of therapy.
» Continuation of bevacizumab after 4-6 cycles of platinum-doublet chemotherapy and bevacizumab (category 1).
» Continuation of cetuximab after 4-6 cycles of cisplatin, vinorelbine, and cetuximab (category 1).
» Continuation of pemetrexed after 4-6 cycles of cisplatin and pemetrexed chemotherapy, for patients with histologies other than squamous

cell carcinoma (category 2B).

o DUXHHL (12KUEH)
o PHZERYL (15KIEH)

o BRI ZEM TAREHE (2BRIULYE)
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NCCN Guidelines Version 3.2011 Non-Small Cell Lung Cancei: NSCL-F 2/3.
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SYSTEMIC THERAPY FOR ADVANCED OR METASTATIC DISEASE (2 OF 3)
Maintenance Therapy
Continuation maintenance refers to the use of at least one of the agents given in first line, beyond 4-6 cycles, in the absence of disease

progression. Switch maintenance refers to the initiation of a different agent, not included as part of the first-line regimen, in the absence of
disease progression, after 4-6 cycles of initial therapy.

» Switch Maintenance: Two recent studies have shown a benefit in progression-free and overall survival with the initiation of pemetrexed or
erlotinib after first-line chemotherapy, in patients without disease progression after 4-6 cycles of therapy.
» Initiation of pemetrexed after 4-6 cycles of first-line platinum-doublet chemotherapy, for patients with histologies other than squamous cell
carcinoma.
Initiation of erlotinib after 4-6 cycles of first-line platinum-doublet chemotherapy (category 2B).
Initiation of docetaxel after 4-6 cycles of first-line platinum-doublet chemotherapy (category 3).
Close follow-up of patients without therapy is a reasonable alternative to switch maintenance.
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NCCN Guidelines Version 3.2011 Non-Small Cell Lung Cancer: NSCL-F 2/3.
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EGFR = REAEKK 72k NOS = REfiE %K 8; PS = ERIRE WS

a See Principles of Pathologic Review (NSCL-A). © In patients with squamous cell carcinoma, the observed incidence is 2.7% with a confidence that the true incidence of mutations is < 3.6% in
patients with squamous cell carcinoma. This frequency of EGFR mutations does not justify routine testing of all tumor specimens. Forbes et al. Curr Protoc Hum Genet 2008;chapter 10:unit
10.11. ¢ Maemondo et al. N Engl J Med 2010;362(25):2380-2388. Mitsudomi et al. Lancet Oncol 2010;11(2):121-128. 4 For PS 0-4. ¢ In areas of the world where gefitinib is available, it may be
used in place of erlotinib. f Janne et al. J Clin Oncol 2010;28(Suppl 15):abstract 7503. ¢ Cappuzzo et al. Lancet Oncol 2010;11(6):521-529.

Note: All recommendations are category 2A unless otherwise indicated.

Clinical Trials: NCCN believes that the best management of any cancer patient is in a clinical trial. Participation in clinical trials is especially encouraged.

Adapted from: NCCN.
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