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10 MESSAGE HIGHLIGHTS 

 

Early stage non-small cell lung cancer 

1. Adjuvant chemo. In a large retrospective analysis on the impact of KRAS mutations on the 

effect of adjuvant cisplatin-based chemotherapy, the biomarker was not relevant, except for 

a very small subgroup with codon 13 mutations. 

2. New adjuvant strategies: In a dedicated randomised controlled trial (RCT), the immune 

effect of MAGE-A3 directed cancer vaccination was similar when given as only adjuvant 

therapy, or sequentially, or concurrently with adjuvant chemotherapy. 

 

Locally advanced non-small cell lung cancer 

3. Unresectable stage III. In a phase III RCT comparing 2 cycles of cisplatin-based chemo 

concurrent with radiotherapy vs. the same followed by 2 consolidation cycles of chemo, 

there was better disease control for the latter, but this did not translate in better overall 

survival (OS). 

 

Advanced non-small cell lung cancer 

4. 1
st
 line. In a phase III randomised trial on good PS (PS 0-1) patients with EGFR mutation 

positive advanced stage lung adenocarcinoma, a significant benefit in progression-free 

survival (PFS, HR=0.58) was observed with afatinib (an oral irreversible multi-HER EGFR-

TKI) over standard cisplatin-pemetrexed chemotherapy. 

5. 1
st
 line maintenance. In a randomised phase III trial on good PS (PS 0-1) patients with 

advanced stage non-squamous NSCLC without disease progression after 4 cycles of 1
st
 line 

cisplatin-pemetrexed, a significant improvement in OS (HR=0.78) was seen with pemetrexed 

continuation maintenance therapy. 

6. 1
st
 line. In a randomized phase III trial on poor PS (PS 2) patients with unselected NSCLC, a 

significant improvement in OS (HR=0.57) was seen with doublet carboplatin-pemetrexed 

over single agent pemetrexed. 

7. 2
nd

 line EGFR-Wt. A phase III randomized trial of docetaxel versus erlotinib in EGFR wild 

type advanced stage NSCLC demonstrated a significantly better PFS with Docetaxel 

(HR=0.70). 

8. 2
nd

 line KRAS mut+. In a randomized phase II double blind trial in stage IIIB-IV KRAS 

mutant NSCLC, docetaxel+selumetinib did not lead to a significant improvement in OS over 

docetaxel alone (HR=0.80), but PFS was significantly longer (HR=0.57). 

9. Genomic alterations in squamous cell lung cancer. Comprehensive genomic analyses of 

squamous cell lung carcinoma revealed potential therapeutic targets with currently 

available drugs in up to 75% of patients.  

 

Other tumours 

10. Small cell lung cancer: Two phase III RCTs again challenged platinum-etoposide as the core 

regimen for SCLC. One with cisplatin-amrubicin in 1
st
 line metastatic setting, which had 

inferior efficacy and major toxicity (32% grade ¾ febrile neutropenia). One in 1
st
 line 

locoregional setting, where cisplatin-irinotecan failed to improve on cisplatin-etoposide. 
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At the ASCO 2012 meeting, a total of 218 abstracts in the field of respiratory oncology were presented 

(203 in 2011), 151 posters, 47 poster discussion items, and 20 oral presentations. 

For our report, we classified studies as RCT (large randomized controlled trial, i.e. >100 patients per arm), 

RCT-small (often phase 2 RCTs), RCT-sec (secondary analyses of previously presented RCTs), or others 

(phase 2 studies, molecular biology analyses, retrospective analyses or surveys, …). We concentrated on 

randomized data relevant for the practicing clinician, along with some innovative findings. 

As this report is only the “extract of the abstracts”, the reader is referred with the # sign to the respective 

abstract in J Clin Oncol 30 Suppl, 2012, or http://abstract.asco.org/ConfCatView_102.html . 

 

 

NSCLC – EARLY STAGES (stage I, II, resectable IIIA) 

For early stage, there were no new data from large RCTs, as these trials are either ongoing (e.g. adjuvant 

bevacizumab, customised chemotherapy) or awaiting the longer follow-up needed in this setting to have 

reliable results (e.g. adjuvant erlotinib, adjuvant MAGE-A3 vaccination). There were some exploratory 

data of interest. 

A large retrospective analysis on the role of KRAS mutation for the effect of adjuvant chemotherapy from 

the LACE-BIO (Lung Adjuvant Cisplatin Evaluation Biology) was reported (Figure 1). 

 

Figure 1: #7007: Analysis of KRAS subtypes in LACE-BIO meta-analysis database. 

Patient setting 

Completely resected stage IB-IIIA NSCLC in one of the cisplatin-based adjuvant chemo trials. 

Comparison 

KRAS mutant tumours (n=300: 275 in codon 12, 24 in codon 13, 1 in codon 14) 

versus 

KRAS wild-type tumours (n=1232). 

Outcome 

KRAS mutation rate 19.6% in this large surgical series. 

KRAS did not act as prognostic factor: OS HR 1.04, 95%CI 0.77-1.40. 

KRAS had a non-significant trend in prediction of the effect of adjuvant chemotherapy: 

   - OS HR was 0.89 (95%CI 0.76-1.04, P=0.15) in wild-type tumours 

   - OS HR was 0.95 (95%CI 0.67-1.35, P=0.77) in codon 12 mutated tumours 

   - OS HR was 5.78 (95%CI 2.06-16.20, P=0.001) in codon 13 mutated tumours. 

Conclusion 

The indication of adjuvant cisplatin-based chemo cannot be guided by KRAS status. The deleterious effect 

of it in patients with codon 13 mutations is based on too small numbers to be conclusive. 

 

Cisplatin-based doublet chemotherapy thus remains a post-operative standard for fit patients with 

completely resected stage II and IIIA NSCLC, and its indication should not be guided by molecular tests 

(ERCC1, KRAS, EGFR) before there are more prospective data on this topic. 

 

The other adjuvant strategy of interest is postoperative cancer vaccination, it may improve on the results 

with adjuvant chemo, or it may be an alternative for patients who cannot tolerate adjuvant chemo. The 

largest RCT ever done in early stage NSCLC recently finished recruitment. In this study, nearly 14000 

patients with completely resected NSCLC were screened for MAGE-A3 expression, and nearly 2300 were 

randomly assigned to postoperative MAGE-A3 immunotherapy or placebo (clinicaltrials.gov 

NCT00480025). For this purpose, it was of interest to know which effect chemotherapy (generally 

regarded as immunosuppressive) would have on the immune effector capabilities of MAGE-A3 based 

vaccination. This was explored in a dedicated phase II trial (Figure 2). 
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Figure 2: #7013: Effect of adjuvant chemo on adjuvant cancer vaccination. 

Patient setting 

Completely resected stage IB-II NSCLC with MAGE-A3 expression. 

Randomisation 

Adjuvant cisplatin-vinorelbine and concurrent MAGE-A3 vaccination 

versus 

Adjuvant cisplatin-vinorelbine followed by MAGE-A3 vaccination 

versus 

Adjuvant MAGE-A3 vaccination alone 

Outcome 

Specific antibodies against MAGE-A3 were generated in all patients in each cohort. CD4 lymphocyte 

responders were evenly distributed across cohorts. 

Conclusion 

Adjuvant chemo, in a concurrent or sequential administration, does not abolish the immune effector 

effects of adjuvant cancer vaccination. 

 

We briefly mention some other reports on contemporary topics on surgical outcomes in early stage 

NSCLC. Abstract #7021 looked at the outcome of resected mixed solid/ground-glass lesions: invasiveness 

and prognosis was better correlated with the solid diameter than with the total lesion diameter, and the % 

ground-glass had additional prognostic value. Abstract #7024 reported predictors of survival in patients 

with resected synchronous lung cancer in different lobes. Lymph node involvement resulted in poor 

prognosis, but unilateral vs. contralateral location, or other vs. same histology did not. Abstract #7026 

pointed at the importance of co-morbidity (measured by the Charlson Comorbidity Score) for prognosis 

after resection, independent from TNM stage. 

 

 

NSCLC – LOCALLY ADVANCED (unresectable IIIA, IIIB) 

The standard therapy for these patients consists of combined chemoradiotherapy (CTRT). The three major 

fields of clinical research are on (1) optimal scheduling; (2) optimisation of the systemic therapy; (3) 

optimisation of the radiotherapy. 

For point (1), it is clear that concurrent CTRT is preferred if allowed by the general fitness of the patient 

and the extent of the radiation field, while there is ongoing debate about the addition of induction chemo 

before the CTRT, or consolidation chemo afterwards. A RCT on consolidation chemo was presented 

(Figure 3). 

 

Figure 3: #7001: Role of consolidation chemo after concurrent chemoradiotherapy. 

Patient setting 

Unresectable stage III NSCLC treated with 2 cycles of cisplatin (20 mg/m² days 1-4) and oral vinorelbine 

(50 mg/m² days 1, 8 and 15), q4 weeks, and concurrent radiotherapy 66 Gy in 2 Gy fractions. 

Randomisation 

If non-progressive after chemoradiotherapy: 

2 cycles of consolidation cisplatin (80 mg/m² day 1) and oral vinorelbine (60-80 mg/m² days 1, 8), q3 

weeks + BSC (n=96, evaluable 76) 

versus 

BSC alone (n=105, evaluable 89) 

Outcome 

Primary: PFS: median 6.4 vs. 5.5 months, P=0.63. 

Other: disease control rate in evaluable patients: 84.2% vs. 66.3%, P=0.008. 

Survival: median 20.8 vs. 18.5 months, P=0.87; 4y survival: 25.3% vs. 21.4%. 

Toxicity acceptable and only slightly higher in consolidation arm. 

Conclusion 

Two cycles of consolidation chemo improved disease control, but had no effect on OS. 
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While a nicely designed study, it had several limitations such as the small size (about 100 patients per 

arm) and the non-conventional chemo choice of oral vinorelbine. 

Abstract #7000 reported a meta-analysis on the same question. The methodology of it was rather weak, as 

it had a mixture of phase II and III trials, and no assessment of the quality of these trials. The median OS 

was 18.1 months without and 18.5 months with consolidation chemo. 

These data leave us with the ongoing dilemma that for adjuvant chemo in stage II and IIIA four cycles, 

and for stage IV four to six cycles with even  maintenance are recommended, while reported RCTs 

suggest to leave the number of cycles for stage III patients to only two. As most of the available studies in 

stage III are too small to be conclusive, most clinicians will likely continue give a reasonable amount of 

systemic therapy (4 cycles) to these patients. 

 

For point (2), most of the experience resides on 2 cycles of cisplatin-etoposide. No new RCT data at this 

ASCO, the most important ongoing phase III RCT in this respect is the PROCLAIM study, comparing 

cisplatin-etoposide to cisplatin-pemetrexed (NCT00686959). One smaller phase II RCT (#7002) compared 

cisplatin-pemetrexed with carboplatin-pemetrexed, and clearly suggested that cisplatin is to be preferred 

(2y survival 58% with cisplatin, 45% with carboplatin). 

There were also several small studies looking at the incorporation of targeted agents in this setting. 

Abstract #7019 reported that cetuximab added to low-dose cisplatin radiosensitised accelerated RT did not 

improve local control or OS. Abstract #7018 reported a SWOG trial on inserting bevacizumab, which 

ended in several temporary trial closures because of several toxic deaths. Again this picture was in general 

disappointing, in contrast with the rapidly expanding role of these agents in stage IV NSCLC. 

 

For point (3), RT in a dose of at least 60 Gy in 2 Gy fractions is a ‘historical’ standard. Dose 

intensification was a great hope here, but the large phase III RCT (RTOG study NCT00533949) – 

comparing this standard-dose 60 Gy to high-dose 74 Gy conformal RT – was recently closed for futility. 

The study will however continue to examine the role of cetuximab in these patients. 

 

 

NSCLC – ADVANCED STAGE: FIRST-LINE & MAINTENANCE  THERAPY 

Based on the PFS data obtained from the IPASS study in Asia and EURTAC study in Europe, comparing 

the EGFR-TKIs gefitinib and erlotinib, respectively, to standard platinum-doublet chemotherapy, first 

generation reversible EGFR-TKIs are registered as 1
st
 line therapy for NSCLC patients harbouring an 

activating EGFR mutation (EFGR mut+ NSCLC). The second generation EGFR-TKIs include irreversible 

ErbB family inhibitors (some also target multiple members of the EGFR family), such as afatinib 

(BIBW2992) and dakomitinib (PF00299804). A phase III RCT comparing afatinib to standard cisplatin-

pemetrexed chemotherapy in both Asians and Caucasians was presented at this ASCO (Figure 4). 

 

Figure 4: #7500: LUX-Lung 3: Phase III of afatinib vs. chemotherapy in EGFR mut+ NSCLC. 

Patient setting 

Advanced stage lung adenocarcinoma with activating EGFR mutation in exon 18-21, PS 0-1. 

Randomization 

Afatinib 40mg orally daily until progression (n=230) 

versus 

Cisplatin-Pemetrexed chemotherapy, every 3 weeks, up to 6 cycles (n=115). 

Outcome 

Primary: PFS: HR 0.58 [0.43-0.78], P=0.0004; median 11.1 vs. 6.9 months. 

Other: OS: immature follow-up. Objective RR 56 vs. 23%. Significant improvement in QoL and delay in 

worsening of cancer-related symptoms with afatinib. Drug-related grade 3 AE in 49% with afatinib. 

Conclusion 

The study confirms significantly better PFS with afatinib over standard chemotherapy in EGFR mut+ lung 

adenocarcinoma. 
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The efficacy results of a phase II single agent dakomitinib (another irreversible multi-HER TKI) in 1
th
 line 

for patients (n=46) harbouring an exon 19-21 activating EGFR mutation (#7530) showed a median PFS of 

17 months and an ORR of 74%. 

 

Institutional experiences or potential strategies to treat acquired resistance to EGFR-TKI were discussed: 

- continue first generation EGFR-TKI beyond progression in asymptomatic indolent patients: 

abstract #7572. 

- local therapy for oligoprogressive disease (#7526, 7527), whereas switch to chemotherapy +/- 

TKI in symptomatic patients or patients with multiple site progression (#7524), however 

prospective trials are warranted in these settings. 

- inclusion in ongoing clinical trials. 

 

The classical approach to unselected patients achieving disease control after 4 to 6 cycles of 1
st
 line 

platinum doublet based chemotherapy is close follow-up with 2
nd

 line therapy at the time of progression. 

At this ASCO, the final overall survival data of the large “continuation maintenance” study with 

pemetrexed in Caucasians (Figure 5) were presented. 

 

Figure 5: #7507: phase III “continuation-maintenance” with pemetrexed after 1
st
 line cis-pemetrexed. 

Patient setting 

Advanced non-squamous NSCLC PS 0-1 without disease progression after 4 cycles of cis-pemetrexed. 

Randomization (2:1) 

BSC + continuation pemetrexed500 mg/m2 every 3 weeks (n=359) 

versus 

BSC + placebo i.v. every 3 weeks (n=180). 

Outcome 

Primary: PFS at ASCO 2011: HR=0.62 [0.49-0.79], P <0.0001, median 4.1 vs. 2.8 months. 

Other: OS: HR=0.78 [0.64-0.96], P =0.02; median and 2YS from randomization 13.9 vs. 11.0 months and 

32 vs. 21%, respectively; survival benefits seen across all subgroups (type of 1
st
 line response, age, 

gender). 

Safety: well tolerated, but more toxicity (fatigue, haematological). Post-study therapy well balanced across 

arms (2/3
th
 in each arm). 

Conclusion 

Pemetrexed continuation maintenance resulted in a 22% reduction in risk of death (HR=0.78) and should 

be the new standard of care in advanced non-squamous NSCLC with good PS. 

 

At ASCO 2010, a RCT in elderly (age >70yrs) patients (IFCT-0501) demonstrated superiority of doublet 

compared to single agent chemotherapy; a significant survival benefit (HR=0.62) was also observed in the 

subgroup of PS 2 patients (n=123). At this ASCO, a 1
st
 line randomized phase III trial dedicated to PS 2 

patients aimed to prove superiority in survival of carboplatin-pemetrexed compared to sigle agent 

pemetrexed (7506). 
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Figure 6: #7506: Phase III of carboplatin-pemetrexed vs. pemetrexed in unselected PS 2 NSCLC. 

Patient setting 

Brazilian PS 2 patients with advanced (any histology at first amended to non-squamous only) NSCLC. 

Randomization 

Pemetrexed 500mg/m
2
 + carboplatin AUC=5 q3w for 4 cycles (n=103) 

versus 

Pemetrexed 500mg/m
2
 for 4 cycles (n=102). 

Outcome 

Primary: OS: HR 0.57 [0.41-0.79], P=0.001, median 9.1 vs. 5.6 months. 

Other: PFS: 5.9 vs. 3.0 months (HR 0.46); ORR 24 vs. 10% (P=0.019); a trend for more treatment related 

haematological toxicity with doublet; only 30% in both arms received 2
nd

 line therapy. 

Conclusion 

Carboplatin-pemetrexed improves ORR and survival in PS 2 patients without excessive comorbidities. 

 

 

NSCLC – ADVANCED STAGE: RELAPSE THERAPY 

 

Based on phase III studies, the classical 2
nd

 line therapy options in unselected patients are docetaxel or 

pemetrexed single agent chemotherapy (the latter only for patients with non-squamous histology). In the 

BR.21 trial, erlotinib was better than placebo in 3
rd

 line patients and 2
nd

 line patients non eligible for 

further chemotherapy. Thereafter, erlotinib has been registered in 2
nd

 and 3
th
 line for unselected patients. 

At this ASCO, a dedicated 2
nd

 line randomised phase III trial in selected EGFR-Wt patients (TAILOR, a 

study by an independent group of Italian investigators) aimed to prove superiority in survival of docetaxel 

compared to erlotinib (7501). 

 

Figure 7: #7501: phase III docetaxel vs. erlotinib as 2
nd

 line for EGFR-Wt NSCLC. 

Patient setting 

Patients with PS 0-2 advanced NSCLC with disease progression after first line platinum-based doublet. 

Randomization 

Docetaxel IV either 75mg/m
2
 q3w or 35mg/m

2
 weekly until disease progression (n=110) 

versus 

Erlotinib 150mg daily until progression (n=108) 

Outcome 

Primary: OS: data are immature. 

Secondary: PFS: HR 0.70 [0.53-0.94], P=0.016; median 3.4 vs. 2.4 month; ORR 14 vs. 2%. 

Safety: grade ¾ neutropenia in 27% of docetaxel, very little FN;   14% grade ¾ skin toxicity in erlotinib. 

Conclusion 

Investigator-based review demonstrated a significant improvement in PFS with docetaxel compared to 

erlotinib in EGFR-Wt NSCLC. Erlotinib has no efficacy in 2
nd

 line EGFR-Wt NSCLC, given the fact that 

patients were evaluated every 9 weeks in this trial. 

 

Currently, there is no effective targeted therapy for KRAS mutant NSCLC. Selumetinib, an oral tyrosine 

kinase inhibitor of MEK-1 and MEK-2 signalling, was investigated in combination with docetaxel based 

on previous phase I data.  
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Figure 8: #7505: Phase II comparing docetaxel+selumetinib to docetaxel in KRAS mutant NSCLC. 

Patient setting 

Confirmed KRAS mutant PS 0-1 advanced NSCLC with progression after one chemotherapy. 

Randomization 

Selumetinib 75mg orally BID + docetaxel 75 mg/m
2
 i.v. q3w until progression (n=44). 

versus 

Placebo orally BID + docetaxel 75 mg/m
2
 i.v. q3w until progression (n=43). 

Outcome 

Primary: OS: HR 0.80 [0.56-1.14], P=0.20; median 9.4 vs. 5.2 months. 

Other: PFS: HR 0.58 [0.42-0.79], P=0.013; median 5.3 vs. 2.1 months; ORR 37 vs. 0%. 

Safety: AE leading to hospitalization 47 vs. 19%; patients receiving 4 cycles docetaxel 73 vs. 50%. 

Conclusion 

This is the first prospective study to demonstrate clinical benefit of a targeted agent for KRAS mutant 

NSCLC. 

 

Updated efficacy and safety data of a multicentre single arm phase II study of crizotinib (#7533) in 

heavily pre-treated ALK positive advanced NSCLC (n=901) continues to show an ORR of 60% and 

median PFS of 8.1 months in the mature population (n=261). 

 

 

GENOMIC ALTERATIONS IN NSCLC 

During the WCLC in 2011, a systematic genomic analysis was presented for lung adenocarcinoma. 

During this ASCO 2012, the same exercise was presented for squamous cell lung cancer (SqCCA) by 

several groups. 

 

Figure 9 : #7526: Comprehensive analysis of genomic alterations in squamous cell lung cancer. 

Objectives: to characterize the genomic/epigenetic landscape of SqCCA and to identify potential targets 

for therapy. 

Methods: 178 early stage samples that passed QC (highly selected specimen) for genome analysis 

technologies, including SNP arrays (DNA copy number), exone sequencing (somatic mutations in the 

exons), transcriptome/mRNA sequencing, microarrays (gene/mRNA expression), and DNA methylation. 

Outcome: exome and RNA sequencing identified 228 non-silent mutations per tumour (e.g. 80% TP53, 

16% PIK3Ca, 15% CDKN2A, 8% PTEN mutation), frequent (72%) loss of CDKN2A function (either by 

methylation, mutation, or deletion), 34% altered oxidative stress responses (e.g. KEAP1, CUL3), 44% 

altered squamous differentiation genes (e.g. SOX2, TP63, NOTCH). 

Conclusion: understanding of the molecular basis of SqCCa may lead to identification of potential targets 

(e.g. FGFR, PI3K pathway, ERBB2, cyclin/CDK complexes) for therapy in 75% of the patients. 

 

Abstract 7505:The frequency of actionable known driver oncogenes in stage IV SqCCa based on current 

generation testing (including Sequenom multiplex testing, FGFR FISH, and PTEN loss by IHC) of 

diagnostic small biopsies samples (n=52) is 46%. Next generation sequencing was feasible in 36% of the 

small FFPE biopsy samples and expanded the frequency of actionable known genes to 63%. 

 

New discoveries in the molecular genetics of lung adenocarcinoma were also reported: 

- Abstract 7504: Resistance mechanisms to crizotinib in ALK+ lung adenocarcinoma were 

identified (ALK mutation, ALK copy number gain or bypass track activation) in 66% of patients; 

a first in human phase I study of the ALK inhibitor LDK378 (#3007) showed 4/6 responses in 

crizotinib-treated patients. 

- Abstract 7508: ROS-1 rearrangements are observed in 1% of lung adenocarcinoma. Crizotinib 

demonstrated marked clinical activity (ORR 54%) in pre-treated patients harbouring ROS-1 

rearrangements.  
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- Abstract 7504: Next generation sequencing identified patients with KIF5B-RET fusion gene 

rearrangement, in whom RET inhibitors should be tested. 

 

 

OTHER TUMOURS (SCLC – MESOTHELIOMA) 

Since 20 years, platinum-etoposide has been the reference chemotherapy for SCLC in Caucasian patients. 

At this ASCO, there were two large RCTs that tried to improve on this reference. One looked at the role of 

the new anthracyclin amrubicin in the 1
st
 line therapy of patients with metastatic SCLC (Figure 10). This 

Japanese study had the Japanese standard regimen of cisplatin-irinotecan in the control arm. 

 

Figure 10: #7003: Cisplatin-amrubicin as 1
st
 line regimen for stage IV SCLC. 

Patient setting 

Chemonaïve stage IV SCLC with PS 0-1. 

Randomization 

Cisplatin (60 mg/m² day 1) and amrubicin (40 mg/m² days 1-3) q3 weeks (n=142) 

versus 

Cisplatin (60 mg/m² day 1) and irinotecan (60 mg/m² days 1, 8 and 15), q4 weeks (n=142). 

Outcome 

Primary: non-inferior OS: HR 1.41 (exceeding non-inferiority), P=0.83, median 15 vs. 18.3 months. 

Other: major toxicity in amrubicin arm, leading to dose reduction to 35 mg/m². Despite this, grade ¾ 

febrile neutropenia rate 32%! 

Conclusion 

Non-inferiority endpoint was not met. Severe neutropenia related toxicity. 

 

This study may probably end the further development and registration chances for amrubicin in SCLC. 

 

For patients with non-metastatic SCLC, cisplatin-etoposide and early concurrent radiotherapy (RT) is the 

standard, although it not entirely clear what ‘early’ means. A rather small Korean study compared start of 

RT in cycle 1 versus in cycle 3, with comparison of complete response rate as primary endpoint As 

mentioned, cisplatin-irinotecan became a reference for Japanese patients, not for Caucasians, as all 

Western trials did not provide a benefit over cisplatin-etoposide. Another Japanese study compared 

accelerated CTRT (with one cycle of chemo) followed by 3 cycles consolidation chemo with either 

cisplatin-etoposide or cisplatin-irinotecan in patients with locoregional SCLC (#7028). The primary 

endpoint, survival improvement was not met, 3y survival was 53% with cisplatin-etoposide and 47% with 

cisplatin-irinotecan. 

 

For mesothelioma, the standard approach is 1
st
 line platinum-pemetrexed treatment. There were a few 

small abstracts that looked at possible improvement by adding CBP501 (a cisplatin-enhancing 12-peptide, 

Abstract #7029), or adding amatuximab (an anti-mesothelin monoclonal antibody, Abstract #7030), but 

with little exciting results. 

 

 

For your calendar: 

ESMO 2012: September 28-October 2, Austria Centre, Vienna 

ASCO 2013: May 31-June 4, McCormick Place, Chicago. 


