
Patient underwent a probe curettage. The pathology report
showed a grade 1 endometrioid type of endometrial carci-
noma. A total abdominal hysterectomy and bilateral salpyng-
oophorectomy were performed. Final pathology report
revealed that stage 1A endometrioid type of endometrium
carsinom.
Results Third day after surgery patient had fever (38 °C),
tachycardia (102 beat/min) swelling was spread to the upper
abdominal wall skin, vaginal discharge.She underwent a hart-
man procedure, abscess debridman and end sigmoid colos-
tomy procedure.Patient then underwent extensive surgical
debridement after 48 hours and a vacuum sealing drainage
dressing was placed to cover the open abdominal wall and a
negative sucker was placed upon the anus for 5 days. The
dressing was changed every 3 days. Cultures of the exudates
from the wound grew Pseudomonas aeruginosa, Klebsiella
pneumoniae. Antibiotic treatment was adjusted according to
the sensitivity results. After 21 days of a negative pressure
wound treatment, the abdominal wall defect was 15*15 cm
diameter and the wound covered with a granulation tissue.
Patient underwent a split thickness skin graft operation. In
this video which we want to demonstrate how to reconstruct
an open abdominal wall defect with a full thickness skin
graft. After removing the granulation tissue, a good vascular
supported tissue had seen and the necrotic wound had
removed by a curette. The split thickness skin graft had
taken from left leg’s superolateral healty skin with a measure
of 10*25 cm diameter and 3 mm thickness. The skin is
meshed to cover the large wound area. The graft covered
the whole open abdominal wall and stitched up with 4,0
polipropilen sutures.
Conclusion Necrotizing fasciitis is an uncommon condition
and has serious morbidity-mortality rate. Surgical debridement
is the cornerstone of the treatment. NGWT combined with a
STSG can help to heal wounds with NF.
Disclosures Picture 1:72 hours after STSG surgery

Picture 3: 3 months after STSG surgery
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Introduction/Background Evidence suggests that the DNA end-
binding protein p53-binding protein 1 (53BP1) expression in
breast cancer is associated with poor prognosis, especially in
triple-negative breast cancer (TNBC). Circulating tumor cells
(CTCs) provide accessible ‘biopsy material’ to track cell traits
and functions and their alterations during treatment.

Methodology We prospectively monitored the 53BP1 status, as
a parameter for intact DNA damage response, in CTCs from
63 metastatic breast cancer (MBC) patients with HER2- CTCs
before, during, and at the end of chemotherapeutic treatment
with Eribulin in the DETECT-IV trail. Nuclear 53BP1 staining
and genomic integrity were evaluated by immunocytochemical
and whole-genome-amplification-based polymerase chain reac-
tion (PCR) analysis. We used mean 53BP1 scores in CTC
samples as dividing criteria, i.e. compared patients with 53BP1
scores <50% and �50%. We analyzed PFS of the patients
from these two groups using scores obtained with samples at
different time points during the study.
Results We found a decline of mean CTC numbers from base-
line to 12 weeks of treatment but a dramatic rise at the final
visit due to disease progression in 10/13 of the cases (mean
CTC-values at baseline: 18, 2nd visit: 2, final visit: 118).
Comparative analysis of CTCs from patients with 15 triple-
negative and 48 hormone receptor positive tumors revealed
elevated 53BP1 levels in CTCs from patients with HR+ meta-
stases, particularly following chemotherapeutic treatment.
Kaplan–Meier analysis between nuclear 53BP1-positivity in
CTCs and progression-free survival (PFS) revealed an increas-
ing association during chemotherapy until last examination
(p=0.065).
Conclusion Our data suggest that 53BP1 detection in CTCs
could be a useful marker to capture dynamic changes of che-
motherapeutic responsiveness in triple-negative and HR+
MBC.
Disclosures FSch received speaker honoraria and a travel grant
from Roche, Novartis, Pfizer and Lilly.

VM speaker honoraria from Amgen, Astra Zeneca, Celgene,
Daiichi-Sankyo, Eisai, Pfizer, MSD, Novartis, Roche, Teva, and
consultancy honoraria from Genomic Health, Hexal, Roche,
Pierre Fabre, Amgen, ClinSol, Novartis, MSD, Daiichi-Sankyo,
Eisai, Lilly, Tesaro, and Nektar, as well as institutional research
support from Novartis, Roche, Seattle Genetics, and Genen-
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Introduction/Background High-grade serous ovarian cancer
(HGSOC) is characterised by high degrees of genomic insta-
bility and heterogeneity, with most patients eventually
acquiring resistance to platinum-based chemotherapy. Match-
ing the best treatment options to patients remains problem-
atic due to diverse platinum resistance mechanisms and
limited effective predictive biomarkers. This study aims to
understand the extent of intra-tumoural heterogeneity (ITH)
in advanced stage HGSOC, at presentation and relapse, and
to define the link between ITH at the genomic and pheno-
typic levels.
Methodology Patients (n=49) undergoing radical upfront-
debulking for advanced HGSOC at Hammersmith Hospital,
UK, underwent a tumour mapping of their tumour
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dissemination patterns. Tumour biopsies were collected (range
4–15, median 9), placed in short-term cultures, treated with
cisplatin (25μM overnight) and apoptosis/viability assayed.
When relapsed, patients also had paired biopsies collected for
genomic and phenotypic analysis. DNA was extracted from
tumours (5 per patient, n=49 patients plus relapse samples)
and Illumina Human OmniExpress genotyping performed.
Allele-specific copy number (CN) was quantified using ASCAT.
Genomic heterogeneity was quantified as the estimated num-
ber of CN aberration events distinct between each pair of
tumour deposits. Clonal diversity within a patient’s deposits
was calculated using the difference between within-patient and
between-patient heterogeneity.
Results Broad heterogeneity was detected in response to plati-
num treatment across cases at the phenotypic level in vitro
(n=49), with higher variances in apoptosis induction
observed in patients with platinum resistant disease. Genomic
analysis revealed widespread variations in patterns of evolu-
tion for different patients’ tumours, including the relationship
between primary tumours and relapsed disease. Extensive var-
iations in CCNE1, MYC and PTEN CN were observed
across multiple tumours in the same patients, and overall
higher CCNE1 CN associated with poorer patient outcome
(p=0.038).
Conclusion Vast intra-tumoural heterogeneity is observed at
the phenotypic and genomic level in HGSOC patients. Exten-
sive copy number variations in genes such as CCNE1, MYC
and PTEN across multiple disseminated samples within
patients, indicates that sampling of a single tumour site does
not accurately represent overall disseminated HGSOC biology
and has implications for overinterpretation of studies relating
to outcome and platinum-resistance.
Disclosures CF: advisory boards and honoraria from Roche,
Tesaro, Sequana, Olympus, Astra Zeneca. Other authors have
no disclosures to declare.
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Introduction/Background High-grade serous ovarian cancer
(HGSOC) is the most common subtype of ovarian cancer,
characterised by vast genomic instability and heterogeneity
and acquired resistance to platinum-based chemotherapy.
However, matching the most beneficial treatment options to
patients is difficult to predict due to different platinum
resistance mechanisms and limited effective predictive bio-
markers. A study characterising intra-tumoural heterogeneity
in HGSOC has identified variations in phenotypic responses
to platinum treatment between different metastatic sites. In
this study, we aim to develop novel clinically-relevant 3D ex-
vivo models of HGSOC to investigate the effect of the local
microenvironment on metastatic tumour cells’ response to
treatment, and potential use as a screening tool to predict
drug responses.
Methodology Three different ex-vivo models were devel-
oped: organotypic, organoid and tumour slice. For organo-
typic and organoid models, tumour cells were extracted

from metastatic deposits obtained from defined anatomical
regions during upfront radical debulking surgery of
advanced stage HGSOC patients. Organotypic models were
assembled using normal omental stromal cells embedded in
Collagen-1 and tumour cells were added. Organoid models
were propagated from tumour cells and embedded in base-
ment membrane extract. For slice culture models, tumours
were sliced into 350μm sections using a vibratome and
cultured on cell culture inserts. All models were treated
with cisplatin and assessed for apoptosis and viability read-
outs.
Results Organotypic models showed that tumour cells cultured
in 3D showed heterogeneity in response to cisplatin treatment,
data showed a trend towards reduced response to treatment
within 3D models compared to 2D (n=8). Changes in pat-
terns of response to treatment between samples from 2D to
3D within the same patient was also demonstrated (n=5).
Organoid models were successfully propagated from different
metastatic sites and maintained long term growth (>15 pas-
sages). Histological read-outs for slice culture models demon-
strated slices from different metastatic sites maintained
viability in culture for up to 5 days.
Conclusion We have established growth, drug treatment condi-
tions and assay read-outs for 3 different ex-vivo models of
metastatic HGSOC. We have established that organoid culture
must be generated within 24hours of tumour cell extraction.
Furthermore, both fresh and viably frozen tumours can be
used to generate organotypic and organoid models. The
broader implication of establishing clinically-relevant complex
tumour models as routine methodologies for screening novel
therapeutics and capturing the complex heterogeneity of indi-
vidual patients, may lead to better development of therapeutic
strategies including tumour/microenvironment combination
strategies and also better personalisation of therapy for
patients with HGSOC.
Disclosures CF: advisory boards and honoraria from Roche,
Tesaro, Sequana, Olympus, Astra Zeneca. Other authors have
no disclosures to declare.
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393 A CLINICAL AUDIT OF MOLAR PREGNANCIES AND
GESTATIONAL TROPHOBLASTIC NEOPLASIA CASES
OVER 1YR IN A TERTIARY CARE HOSPITAL OF EASTERN
INDIA WITH RESPECT TO THE INCIDENCE OF DISEASE,
FACTORS RELATED TO ETIOPATHOGENESIS, DIAGNOSIS
AND MANAGEMENT
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Introduction/Background A Clinical Audit of molar pregnan-
cies and gestational trophoblastic neoplasia cases over 1yr
was conducted at Kolkata Medical College & Hospital, a ter-
tiary care hospital of Eastern India with respect to the inci-
dence of disease, factors related to etiopathogenesis,
diagnosis and management and effects on maternal morbidity
and mortality.
Methodology A total of 10000 patients attended this institu-
tion during 2017 june to 2018 june for pregnancy or its com-
plication in department of gynaecology & obstetrics.85 molar
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