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Instructions for Oral, Flash and Poster Presentations
Thank you for your interest in presenting at the UK Preterm Birth Conference 2027.

To ensure consistency across the conference programme, website and promotional
materials, all presenters are requested to submit the following information.

By submitting an abstract, authors confirm that all co-authors have approved the submission
and that any necessary ethical approvals and patient consents have been obtained.

Required Information

Presenter Details

Title, First Name and Last Name

Please provide your preferred professional title and full name.
Email Address of Presenting Author

Please provide the email address of the presenting author. All correspondence regarding
abstract review, acceptance and presentation details will be sent to this address.

Authors and Affiliations
Authors and affiliations should be formatted as follows:

Authors:
'Surname Initials, 2Surname Initials, 3Surname Initials, etc.

Affiliations:
A numbered list including department, centre or institute, institution and full postal address.

Example:

1 Centre for Bioengineering, School of Engineering and Materials Science, Queen Mary
University of London, Mile End Road, London E1 4NS, UK.

2 Lee Kong Chian School of Medicine, Nanyang Technological University, 11 Mandalay
Road, Singapore 308232.

Title of Presentation

Please provide a concise title (maximum 20 words).
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Example:

Myofibroblasts Increase Cx43 Expression in Preterm Fetal Membranes from Twin
Pregnancies

Abstract (Maximum 400 Words)
Please provide a structured abstract using the following headings:
¢ Introduction
e Methods
e Results
e Conclusions

The abstract should clearly describe the scientific background, study design, key findings
and significance of the work.

Tables and figures should be uploaded separately within the abstract submission.
Abstracts may be selected for:

e Oral Presentation

o Flash Presentation

o Poster Presentation

Presenter Photograph

Please upload a recent professional headshot photograph suitable for publication on the
conference website and promotional materials.

Recommended Format
e JPEG or PNG
e Minimum 1000 x 1000 pixels

e High resolution

Social Media and Professional Links (Optional)

Est.

‘e_,_@_s' Queen Mary 1785’

University of London



UK PRETERM BIRTH
CONFERENCE

Please provide any professional links you would like included in conference communications
including Institutional Profile, LinkedIn, X, Research Group Website or ORCID.

Early Career Researcher Award

If you would like your submission to be considered for the Early Career Researcher Award,
please select the relevant box during submission.

Eligible applicants may include undergraduate students, postgraduate students, doctoral
researchers, postdoctoral researchers, clinical fellows and trainees.

Important Dates

Abstract Submission Opens: 1 May 2026

Abstract Submission Deadline: 31 July 2026 (23:59 BST)

All abstracts must be submitted electronically via the conference website:

https://pretermconference.com/

Notification of Acceptance: 15 September 2026

Authors will be notified of the outcome of their submission following peer review.
Conference Programme Announcement: 31 October 2026

Early Registration Deadline: 1 December 2026

UK Preterm Birth Conference 2027
18—19 January 2027

People's Palace

Queen Mary University of London, UK

We encourage early submission and look forward to receiving contributions from clinicians,
scientists, engineers, healthcare professionals, policymakers and patient advocates working
to improve outcomes for mothers, babies and families affected by preterm birth.
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Example:

Myofibroblasts Increase Connexin-43 Expression in Preterm Fetal Membranes from
Twin Pregnancies

Crowther M*, McPolin-Hall E', Verbruggen S*, Thrasivoulou C? Becker D3, Deprest J*,
David AL®, Chowdhury TT*

'Centre for Bioengineering, School of Engineering and Materials Science, Queen Mary
University of London, London, UK

?Department of Cell and Developmental Biology, University College London, London, UK
3Lee Kong Chian School of Medicine, Nanyang Technological University, Singapore
“Department of Obstetrics and Gynaecology, University Hospitals Leuven, Belgium
SElizabeth Garrett Anderson Institute for Women's Health, University College London,
London, UK

Introduction

Preterm birth is a major complication of twin pregnancies. Connexin-43 (Cx43) and
myofibroblasts have previously been implicated in inflammatory responses associated with
preterm birth in singleton pregnancies. While Cx43 plaques can impair cell migration and
tissue repair, intracellular Cx43 expression in myofibroblasts has been linked to activation of
reparative pathways involving a-smooth muscle actin (aSMA) and transforming growth
factor-B1 (TGFB1). This study investigated the distribution of Cx43 and myofibroblasts in the
amniotic membranes of monochorionic diamniotic (MCDA) and dichorionic diamniotic
(DCDA) twin pregnancies affected by fetal disease.

Methods

Following informed consent, preterm fetal membranes were collected from five women with
MCDA or DCDA twin pregnancies delivered by caesarean section between 32+0 and 35+2
weeks' gestation. Pregnancies were complicated by fetal growth restriction (FGR), pre-
eclampsia (PET) and/or congenital anomalies. Amniotic membrane (AM) explants were
dissected from regions proximal (PAM) and distal (FAM) to the placenta, together with inter-
amniotic membrane regions.

A total of 66 explants were analysed using immunofluorescence staining for aSMA, Cx43
and DAPI. Cell morphology, nuclear deformation and Cx43 plaque intensity were quantified
within epithelial and fibroblast layers. Collagen organisation was assessed by second
harmonic generation (SHG) imaging, while tissue biomechanics were evaluated using
uniaxial tensile testing to determine tangent modulus (TM) and maximum strain.

Results

Nuclear circularity ranged from 0.16—0.30, indicating increased cellular elongation in
amniotic epithelial cells (AECs) from diseased twins compared with unaffected co-twins.
Nuclear area was also increased in diseased twin FPAM regions (54 um?) relative to
corresponding healthy twin tissues (38 uym?).

aSMA expression was detected within AEC stress fibres and myofibroblasts, with greatest
expression observed in the fibroblast layer of diseased twin membranes. Cx43 expression
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was markedly elevated within the epithelial layer of diseased twins compared with the
fibroblast layer and with healthy co-twin membranes.

SHG imaging demonstrated organised collagen fibril alignment across all membrane
regions. Biomechanical analysis revealed significantly greater stiffness in diseased twin FAM
compared with PAM regions (TM: 5.30 MPa vs 3.98 MPa; p < 0.05). Maximum strain values
were also significantly increased in diseased twin FAM compared with PAM (2.5% vs 1.8%;
p < 0.005).

Conclusions

Preterm fetal membranes from diseased twin pregnancies demonstrate regional differences
in cellular phenotype, Cx43 expression and tissue biomechanics. Increased stiffness within
FAM regions may contribute to membrane vulnerability and rupture. The heterogeneous
expression of Cx43 and aSMA between twins within the same pregnancy suggests disease-
specific inflammatory and reparative mechanisms that may influence membrane integrity
and the risk of preterm birth.
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Figure 1. Differential expression of aSMA and Cx43 in twin fetal membranes. Increased
aSMA expression was observed in the fibroblast layer of membranes from twins affected by
FGR or congenital anomalies. Elevated Cx43 expression was predominantly localised to the
epithelial layer of diseased twin membranes, with evidence of Cx43-positive myofibroblasts.
Immunofluorescence staining: aSMA (green), Cx43 (magenta), DAPI (blue).
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