
panel assay. Genomic alterations including single base substitution, short and long
insertions/deletions, copy number variations, gene fusions and rearrangement were
assessed. Microsatellite instability (MSI) status and tumor mutational burden (TMB)
were also acquired by NGS algorithm.

Results: There were 71 males (64.6%) and 39 females (35.4%) diagnosed as gastric can-
cer with a median age of 62 years old. The most frequent genomic alterations in
Chinese gastric cancer patients were revealed as TP53 (66.4%), ARID1A (18.2%),
LRP1B (17.3%), CDH1 (15.5%), CCNE1 (14.5%), FAT4 (13.6%), ERBB2 (11.8%),
SMAD4 (10.9%), KMT2D (10.9%), RNF43 (10.9%), TGFBR2 (10.0%), KRAS
(10.0%), APC (10.0%). Some actionable aberrantly activated mutations were identified
in genes such as FGFR1/2/3 (10.0%), BRCA1/2 (6.4%) and PI3K/mTOR pathway
including FBXW7, MTOR, PIK3CA, PTEN, STK11, TSC1 and TSC2 (20.0%). In total,
39.1% of patients carried one or more actionable genomic alterations, which indicated
the potential clinical benefits of targeted therapies for them. The percentage of patients
with germline mutations was 9.1% in current cohort. These germline mutation genes
were mainly in homologous recombination (HR) pathways such as BRCA1/2, ATM
and BARD1.

Conclusions: In this study, 39.1% of Chinese gastric cancer patients carried actionable
genomic alterations which could potentially guide and influence personalized treat-
ments. About 9.1% patients harbored germline mutations mainly in HR pathway. All
these genomic identifications in Chinese gastric cancer cohort may provide useful
information on drug discovery and biomarker exploration.
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168P Validation of the MammaTyperVR pathological complete response
(pCR)-score as a predictor for response after neoadjuvant
chemotherapy (NACT) in patients with early breast cancer (BC)
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Background: Prediction of the response to NACT in early BC patients (pts) can lead to
improved treatment decisions. The MammaTyperVR test can be used to predict the
probability of pCR after NACT by integrating accurate and reproducible assessment of
ERBB2, ESR1, PGR and MKI67 mRNA into a standardized prediction model (Varga et
al. Breast Cancer Research 2017).

Methods: Total RNA was extracted from formalin-fixed paraffin-embedded (FFPE)
tumor samples of pts with cT1-2 BC enrolled in in the single arm phase II TECHNO
trial (Untch et al. JCO 2011) and the randomised phase III PREPARE trial (Untch et al.
Ann Oncol. 2011). MammaTyper

VR

, a molecular in vitro diagnostic RT-qPCR test, was
used to assess the expression of ERBB2 (HER2), ESR1 (ER), PGR (PR) and MKI67
(Ki67) genes from which a predefined continuous score was calculated. The study
aimed to validate the MammaTyperVR pCR-score for predicting pCR (ypT0 ypN0) after
NACT in BC. Pts were classifed into a low or high score group according to a predefined
cutoff: score�41 predicts a low probability of pCR; score�42 predicts a high pCR rate.

Results: A total of 324 pts with available FFPE samples and MammaTyperVR measure-
ments were analyzed. The MammaTyperVR score was significantly associated with an
increased pCR rate (AUC¼0.805, p< 0.001). Similarly, pts with high MammaTyperVR

score (N¼ 159) had more frequently pCR compared to pts with low score (N¼ 165)
(30.2% vs 3.0%, respectively; OR¼ 13.84 [95%CI 5.34-35.86], p< 0.001). In addition,
the MammaTyperVR pCR-score remained significantly predicitve when adjusted for
age, nodal status, tumor grade and treatment (OR¼ 10.90 [95%CI 3.38-35.16],
p< 0.001). Within the non-pCR subgroup, pts with low score had a significantly longer

disease-free (DFS) and overall (OS) survival compared to pts with high score (DFS
HR¼ 1.59, 95%-CI 1.04-2.44, p¼ 0.032; OS HR¼ 2.85, 95%-CI 1.62-5.00, p< 0.001).

Conclusions: The MammaTyperVR pCR-score predicts pCR after NACT and seems to
improve prognosis additionally to clinical predictors in pts with early BC. Its utility
with regard to conventional ER, PR, Ki67 and HER2 has to be analyzed in future
studies.
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169P Selective induction of PD-L1 expression in plasma-derived exosomes
by gemcitabine-nab-paclitaxel vs. FOLFIRINOX in pancreas cancer
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Background: Pancreatic ductal adenocarcinoma (PDAC) is considered a poorly
immunogenic tumor and treatment with immune checkpoint inhibitors lacks efficacy
in this disease. Recently, the use of immune checkpoint inhibitors with radiation ther-
apy in PDAC has demonstrated synergistic activity. The aim of this study was to evalu-
ate the effect of FOLFIRINOX and GEMnPAC on PD-L1 expression in plasma-derived
exosomes of PDAC patients.

Methods: Four ml of plasma were obtained at baseline (before initiation of chemother-
apy) and at the time of first radiological evaluation (3 months) from patients under-
going first-line FOLFIRINOX or GEMnPAC chemotherapy. Exosomes and RNA
extraction from plasma were performed using the exoRNeasy kit (QiagenVR , Valencia,
CA, USA); PD-L1 expression was evaluated by digital droplet PCR (Bio-RadVR ,
Hercules, CA, USA).

Results: A total of 22 pancreatic cancer patients were enrolled in this study; 15 (68.2%)
were treated with GEMnPAC and 7 (31.9%) with FOLFIRINOX. In the GEMnPAC
group one patient had a partial response (RP), 11 patients had stabilization of disease
(SD) and 3 progressed (PD). In the FOLFIRINOX group there were 1 RP, 5 SD and 1
PD. Eleven patients treated with GEMnPAC had a significant increase of PD-L1 expres-
sion at 3 months vs. baseline. Indeed, the mean PD-L1 copies/ml was 90 at baseline and
170 at 3 months (p¼ 0.02). On the contrary, in the FOLFIRINOX group, PD-L1 levels
were increased in 3 patients and remained stable/decreased in 4 subjects; the mean base-
line copies/ml were 70 vs. 80 at 3 months (p¼ 0.4). The selective induction of PD-L1
expression was independent from tumor response.

Conclusions: These pilot data suggest that, due to its ability to increase PD-L1 expres-
sion, GEMnPAC regimen may be used as induction-treatment for immunotherapy in
pancreatic cancer, either sequentially or concomitantly.
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