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Welcome Message from the 
ISR President 
Dr Andrew Cairns

Dear Guests, Colleagues and Friends,

It gives me great pleasure to welcome you all to the Irish Society for Rheumatology Spring Meeting 
here in Kilkenny. Our society continues to go from strength to strength as evidenced by the number 
of members, attendees at our meetings, and submissions of abstracts.

Dr Claire Sheehy and her colleagues at University Hospital Waterford have put together an excellent 
and wide ranging program touching on many aspects of current Rheumatology practice, with expert 
speakers from Ireland, the UK, Europe and the USA.

The Board of the ISR continues to focus our support on education in general, and our trainees in 
particular. Our Spring meeting kicks off with an SpR training session on the Wednesday before the 
main meeting, continuing on the Thursday morning, hosted by Professor Barry O’Shea. I hope as 
many of our trainees as possible are able to avail of this excellent training opportunity.

On Thursday the first business of the day is the CAG meeting chaired by Professor Trevor Duffy, where 
all Consultants are welcome. The main meeting then features updates on Axial Spondyloarthritis 
from Dr Sinead Maguire, myositis from Professor Myma Albayda from the Johns Hopkins School 
of Medicine USA, and a French perspective on biologic therapies in AxSpa from Dr Maxime Breban 
from Amboise-Pare Hospital in Paris.

This year sees the largest number to date of submitted clinical case reports, the best 6 of which will 
be presented orally, with the best presentation being awarded the Bernard Connor medal. I thank 
my colleagues for their work in scoring the cases.

On Thursday evening I look forward to welcoming everyone to our conference reception and dinner, 
offering a chance to connect with colleagues and friends in a less formal setting.

Friday’s meeting begins with a non-promotional sponsored symposium on achieving remission 
in rheumatoid arthritis, followed by sessions on GLP1 receptor agonists from Ms Aveline O’Neill, 
Clinical Dietician from Waterford, Scleroderma from Professor Julie Paik, Johns Hopkins School of 
Medicine USA, and the epidemiology of PMR/GCA from Professor Max Yates, Norfolk and Norwich 
University Hospital and University of East Anglia, UK.

I would like to extend my sincere thanks to all of our speakers, to our sponsors and pharmaceutical 
industry partners, and to all of our members and attendees. Please do remember to visit the 
pharmaceutical stands – in my career I have witnessed the growth of treatment options from the 
pre-biologic era to the wide availability of multiple biologic options which have transformed not 
only our speciality, but more importantly the lives of many thousands of our patients.

I wish to thank Michael Dineen and Marie Caston who work extremely hard behind the scenes 
to make each ISR meeting a success. Thank you also to my colleagues on the ISR Board for your 
ongoing expertise and support, and, as a Belfast Rheumatologist, for your guidance related to 
matters south of the border.

I hope that you will have a chance to renew friendships, make new connections, and gain renewed 
updates, enthusiasm and inspiration to bring back to your practice.

Dr Andrew Cairns
President ISR 
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ISR Spring Meeting
16-17 April 2026, Hotel Kilkenny

Programme

Wednesday 15 April

19.30- 21.30	 SpR Meeting Presentation - Speaker Professor Barry O’Shea

Thursday, 16 April

09.30-12.15	 SpR Training Meeting (organised by UHW) 
	 Sponsored by Novartis Ltd

12.00-12.30	 CAG Meeting – Chaired by Professor Trevor Duffy – Special Interest groups

12.30 	 Opening Address: Dr Andrew Cairns, ISR President

12.30-13.15	 “Axial Spondyloarthritis – Challenges in imaging and diagnosis”
	 Dr Sinead Maguire, Consultant Rheumatologist, 

	 Our Lady’s Hospital, Navan, Co Meath

13.15-14.30	 Lunch and Visit Industry

14.30-15.30	 Clinical Case Presentations (6 oral presentations – 10 mins per case)	

15.30-16.15	 “Probing Muscle with Ultrasound: a new tool for diagnosis and evaluation in myositis”?
	 Professor Myma Albayda, Associate Professor of Medicine, 

	 Johns Hopkins School of Medicine, USA

16.15-16.45	 Coffee Break and Visit Industry

16.45-17.30	 “Latest experience in biologic therapies in AxSpa - A French perspective”   
	 Satellite Meeting (Sponsored by UCB)

	 Dr Maxime A Breban, MD, PhD, Head at Public Assistance Hospitals of Paris - 

	 Ambroise-Paré Hospital (Rheumatology Services)

19.30	 Reception/Dinner 
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ISR Spring Meeting
16-17 April 2026, Hotel Kilkenny

Programme

Friday, 17 April 

08.45-09.30	 ISR Board Meeting

09.30-10.15	 EVEREST and Rheumatoid Arthritis: Why Still Aim for Remission?
	 Because it’s There… 
	 (Sponsored by AbbVie Ltd – Non-promotional)

	 Professor Sinead Harney, Consultant Rheumatologist, CUH; 

	 Dr Donncha O’Gradaigh, Consultant Rheumatologist, UHW and 

	 Professor Carmel Silke, Consultant Rheumatologist, OLHM.	

10.15- 11.00	 “GLP1 receptor agonists and their role in managing rheumatological conditions; 
	 from a dietetic perspective’’
	 Ms Aveline O’Neill, Clinical Dietitian, University Hospital Waterford

11.00-11.30	 Coffee Break and Visit Industry

11.30-12.15	 “Systemic Sclerosis Beyond the Skin: Multisystem Disease in Clinical Practice”
	 Professor Julie Paik, Associate Professor of Medicine, Johns Hopkins School of Medicine, USA

12.15-13.00    	 “Epidemiology of PMR and GCA” 
	 Professor Max Yates, Associate Professor NNUH and University of East Anglia, UK

13.00-13.10	 Award Ceremony, Thanks and Close.

13.15	 Lunch.
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Biographical Sketches

Speakers
Professor Myma Albayda 
Associate Professor of Medicine, 
Johns Hopkins School of Medicine, USA

Dr Myma Albayda is an Associate 
Professor of Medicine in the Division of 
Rheumatology at Johns Hopkins.  She is the 
Director of the Rheumatology Fellowship 
Training Program, as well as Director of the Musculoskeletal 
Ultrasound and Injection Clinic at Hopkins. Aside from 
MSK ultrasound, she has expertise in the inflammatory 
myopathies.  Her research focuses on imaging biomarkers 
in myositis, developing muscle ultrasound, and longitudinal 
care and therapeutics in IBM.

Dr Maxime A Breban 
Head at Public Assistance Hospitals 
of Paris - Ambroise-Paré Hospital 
(Rheumatology Services)

Maxime Breban is a renowned 
rheumatologist whose focus has been 
on diseases such as Rheumatic Fever, 
Spondyloarthritis, Psoriasis and Adult Infectious Disease, 
particularly the administration of orthopoxvirus vaccines 
like Mpox and Smallpox. Maxime has also produced 
numerous journal papers over the years and is in great 
demand internationally as a speaker.

Dr Sinead Maguire 
Consultant Rheumatologist,
Our Lady’s Hospital Navan

Sinead Maguire completed her medical 
and Rheumatology training in Ireland. 
She has a strong interest in axial 
spondyloarthritis and completed a PhD 
under the supervision of Professor Barry O’Shea focused on 
women’s health and pregnancy outcomes working with the 
Ankylosing Spondylitis Registry of Ireland. She was awarded 
an ASAS fellowship grant and the Richard Steeven’s Bursary 
to support a 2 year fellowship with the Spondylitis Program 
at Toronto Western Hospital in Canada. She is now a 
consultant Rheumatologist in Our Lady’s Hospital Navan. 

Ms Aveline O’Neill 
Clinical Dietitian,
University Hospital Waterford

Aveline is a CORU registered dietitian 
working in nephrology in University 
Hospital Waterford. Over the last number 
of years, she has developed a key interest 
in the area of GLP-1 receptor agonists and their role in 
weight reduction, particularly in her patient population to 
help achieve weight’s to allow listing for renal transplant 
(including lupus nephritis). She has also previously worked 
privately and seen improvements in pain scores in those 
with particularly osteoarthritis who successfully achieve 
and maintain weight loss.

Professor Julie J Paik 
Associate Professor of Medicine, Johns 
Hopkins School of Medicine, USA

Dr Julie J. Paik is an Associate Professor of 
Medicine in the Division of Rheumatology 
at Johns Hopkins University School of 
Medicine. She is the Co-Director of the 
Johns Hopkins Myositis Center and the Co-Director of 
the Johns Hopkins Autoimmunity Center of Excellence. 
Her research focuses on novel therapeutics in myositis 
and understanding the spectrum of neuromuscular 
manifestations of overlap myositis, in particular with 
systemic sclerosis.  

Professor Max Yates 
Associate Professor NNUH and 
University of East Anglia, UK

Dr Max Yates is a Consultant Clinical 
Associate Professor at Norwich Medical 
School, University of East Anglia, and an 
Honorary Consultant Rheumatologist 
in the Department of Rheumatology at the Norfolk 
and Norwich University Hospital. He specialises in the 
epidemiology of rheumatic and vasculitic diseases, with a 
particular focus on polymyalgia rheumatica (PMR), giant 
cell arteritis (GCA) and ANCA-associated vasculitis. His 
doctoral research investigated risk factors for onset and 
progression in PMR and GCA and laid the foundation for 
his ongoing work using large, population-based datasets 
to better understand disease mechanisms, comorbidity 
and vascular risk in inflammatory conditions. Dr Yates is 
active in international research collaborations and working 
groups, including co-chairing the OMERACT PMR working 
group, and has contributed to updated clinical guidance 
on vasculitis and outcome measures for PMR. His current 
research spans cardiovascular associations in rheumatic 
disease, refining diagnostic and monitoring approaches 
such as imaging, and improving care pathways for patients 
with PMR and related vasculitides.
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ISR Board members
Dr Andrew Cairns
President 
Consultant Rheumatologist, 
Musgrave Park Hospital, Belfast

Dr Andrew Cairns graduated in Medicine 
from Queen’s University Belfast in 1995. 
He completed specialist Rheumatology 
training in Northern Ireland and Edinburgh. He received 
an MD from Queen’s University Belfast in 2001 in the 
area of apoptotic cell clearance in Systemic Lupus 
Erythematosus, and an MSc in Sport and Exercise Medicine 
from the University of Ulster in 2008. He is a Consultant 
Rheumatologist at Belfast HSC Trust (Musgrave Park and 
Belfast City Hospitals) where he was appointed in 2004, 
and an Honorary Lecturer at Queen’s University Belfast. He 
is a Fellow of the Royal Colleges of Physicians of Ireland, 
London and Edinburgh. He has published in a wide 
range of rheumatic diseases and is an EFSUMB certified 
musculoskeletal ultrasound tutor.  

Dr Claire Sheehy 
Honorary Secretary
Consultant Rheumatologist
University Hospital Waterford

Dr Claire Sheehy is a Consultant 
Rheumatologist in University Hospital 
Waterford. A graduate of Trinity College 
Dublin, she completed the higher specialist training in 
rheumatology and general medicine, and was awarded 
an MD for work exploring the role of anti TNF therapy in 
early rheumatoid arthritis. She undertook a fellowship in 
connective tissue disease and vasculitis between  Norfolk 
and Norwich University Hospital, and Addenbrookes 
Hospital. She took up her post in 2012; her current 
clinical interests include early inflammatory arthritis and 
connective tissue disease.

Dr Shawn Chavrimootoo
Honorary Treasurer
Consultant Rheumatologist, 
Our Lady’s Hospital, 
Navan, Co Meath.

Shawn Chavrimootoo is a Consultant 
Rheumatologist at Our Lady’s Hospital, 
Navan, Co. Meath. He graduated in Medicine from RCSI, 
Dublin in 2002 and developed an interest in Rheumatology 
during his Senior House Officer years in Connolly Hospital, 
Blanchardstown. Following this, he completed higher 
specialist training in Cork University Hospital, Kerry 
General Hospital, Connolly Hospital and St Vincent’s 
University Hospital in Dublin. He was appointed to his 
Consultant Rheumatologist post in 2013 when he joined Dr 

Ramakrishnan at Our Lady’s Hospital, Navan, from where 
they currently provide a regional Rheumatology service 
for the North East of Ireland. His clinical interests include 
osteoporosis as well as gout, inflammatory arthritis, 
spondyloarthritis, connective tissue disease and vasculitis.

Dr Nicola Ambrose 
Consultant Rheumatologist, 
Blackrock Clinic, Co Dublin

Dr Nicola Ambrose is a graduate of 
Trinity College Dublin.  She completed 
her specialist training in rheumatology 
and general internal medicine in Ireland, 
before obtaining an Arthritis Research UK (ARUK) fellowship 
to undertake a PhD at Imperial College London, studying 
inflammation in Behçet’s Syndrome. She then obtained a 
Richard Steeven Fellowship from the HSE to undertake a 
Clinical Fellowship at the ARUK Adolescent Rheumatology 
Centre of Excellence at University College London Hospital 
(UCLH). She stayed at UCLH as an Adolescent and Adult 
consultant rheumatologist, and was the Clinical Lead for 
Adolescent Rheumatology. Special interests:  Adolescent 
and Young Adult Rheumatology including JIA; Behçet’s 
Syndrome; SLE and dermatomyositis; Gout Osteoporosis 
and fracture secondary prevention; Inflammatory arthritis.
She has published 23 peer review papers as well as 6 book 
chapters.

Dr Usman Amin 
Consultant Rheumatologist and General 
Physician at UHG and Merlin Park 
University Hospital 

A graduate of 2011, he moved to Ireland 
in 2013, where he completed his pre-
registration exam with the Irish Medical 
Council. He then went on to complete Basic Specialist 
Training (BST) and Higher Specialist Training (HST) in 
Rheumatology and General Internal Medicine, rotating 
through several established rheumatology centres across 
Ireland.

He was the inaugural recipient of the Post-CSCST Aspire 
Fellowship in Adolescent and Transitional Rheumatology, 
which he completed at St. James’s Hospital, Dublin, and 
Children’s Health Ireland (CHI) at Crumlin. This fellowship 
focused on young adult patient care and transition care 
in rheumatology, an area in which he continues to have a 
strong interest. During his fellowship, he was part of the 
team involved in multi-center research studies. After his 
fellowship, he took up a permanent consultant post in 
Galway in 2024.
His clinical interests include inflammatory arthritis, 
juvenile idiopathic arthritis, connective tissue diseases, and 
vasculitis.
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Dr Elizabeth Ball
Consultant Rheumatologist 
Musgrave Park Hospital/
Belfast City Hospital

Dr Liz Ball is a graduate of Queen’s 
University Belfast and was appointed as a 
Consultant Rheumatologist at Musgrave 
Park Hospital/ Belfast City Hospital in 2014.  She is also an 
Honorary Lecturer at Queen’s University Belfast. She has 
a special interest in autoimmune disease and lupus and 
was awarded an MD entitled ‘A study of hand arthritis in 
Systemic Lupus Erythematosus from a Clinical, Imaging and 
Cytokine Perspective’ from Queen’s University in 2013.  She 
is involved in postgraduate medical education and holds 
a Training Programme Director role within the Northern 
Ireland Deanery and is currently completing a Masters in 
Clinical Education. She is a musculoskeletal ultrasound 
tutor and regularly teaches regionally and nationally.

Dr Michele Doran
Consultant Rheumatologist and General 
Physician, St James’s Hospital Dublin

Dr. Michele Doran has been working as a 
Consultant Rheumatologist and General  
Physician at St. James’s Hospital, Dublin 
since 2003. She graduated in Medicine 
from UCD in 1993, and completed her clinical training in 
General medicine and Rheumatology in Dublin and Bath, 
UK. She undertook a 2 year Research Fellowship at Mayo 
Clinic, Rochester, USA, where she completed an MD degree 
with research relating to the Epidemiology of Rheumatoid 
Arthritis. During this time she completed a Master’s Degree 
in Biomedical Sciences, Clinical Research, in the Mayo Clinic 
Graduate School.  She was involved with the establishment 
of and is on the steering committee for the Rheumatoid 
Arthritis Biologics Registry of Ireland (RABRI).

Dr Natasha Jordan  
Consultant Adult and Adolescent 
Rheumatologist
St James’s Hospital and Children’s Health 
Ireland

Dr Natasha Jordan is a Consultant Adult 
and Adolescent Rheumatologist, currently 
based at St James’s Hospital and Children’s Health Ireland, 
Crumlin. Her major clinical and research interest is SLE.
Dr Jordan studied Medicine at University College Dublin 
followed by Higher Specialist Training in General Internal 
Medicine and Rheumatology. She subsequently worked 
for 5 years at the Louise Coote Lupus Unit at St Thomas’ 
Hospital in London, where she was the recipient of both 
an Arthritis Research UK Fellowship and a Graham Hughes 
Clinical Research Fellowship. She obtained her PhD 
from King’s College London investigating the genetics of 

lupus nephritis. She then took up a substantive post as a 
Consultant Rheumatologist for 7 years at Addenbrooke’s 
Hospital in Cambridge. While in Cambridge, she was 
Deputy Director of the Rheumatology Clinical Research 
Unit and ran phase II and III trials in SLE. In 2018, she led 
the bid for Addenbrooke’s to become a Lupus UK Centre of 
Excellence, recognising the unit’s commitment to providing 
high quality care for patients with SLE.
Dr Jordan’s interest in pregnancy management in SLE 
began during her time at St Thomas’ and continued while 
in Cambridge where she worked collaboratively with the 
departments of Nephology and Obstetrics in providing 
combined care clinics for pregnant patients with complex 
autoimmune rheumatologic conditions.

Professor Ronan Mullan 
Consultant Rheumatologist, 
Our Lady’s Hospital, Navan, Co Meath

Ronan Mullan graduated with MBChB 
and BSc(Med Sci) undergraduate degrees 
from Edinburgh University in 1996, 
before returning to Ireland to complete 
his higher training in Rheumatology. In 2006 he completed 
a HRB-funded laboratory PhD project on the molecular 
mechanisms of Serum Amyloid A in Rheumatoid Arthritis 
under the stewardship of his co-supervisors Professor 
Douglas Veale and Professor Ursula Fearon.  In 2010 he 
was awarded a Paul Beeson Fellowship with the American 
Federation of Aging Research and entered into a Post 
Doctorate program at UCD. In 2012 he was appointed as a 
Consultant Rheumatologist to Tallaght University Hospital. 
At Tallaght, he established a synovial biopsy biobank 
and post-doctoral research program. During this time he 
developed advanced skills in Musculoskeletal Ultrasound 
with Professor David Kane’s mentorship and where he was 
involved in training. In 2023 he was appointed as Consultant 
Rheumatologist at Our Lady’s Hospital Navan where he has 
implemented point of care MSK ultrasound services. He 
remains actively involved in ultrasound training nationally. 

Dr Diarmuid O’Brien
SpR – CUH - Rep on ISR Board

Dr Diarmuid O’Brien is a graduate from 
the Royal College of Surgeons in Ireland. 
After graduation in 2016 he spent some 
time working in Australia before returning 
to Ireland to complete Basic Specialist 
Training and then began Higher Specialty Training in 2022. 
He has a keen interest in teaching with a previous role as an 
affiliate clinical tutor with Trinity College while working in 
Tallaght University Hospital. He also had a leadership role 
in Naas General Hospital as Lead NCHD while undertaking 
his General Medicine Training Year. His clinical interests 
include musculoskeletal and vascular ultrasound and 
connective tissue disease related interstitial lung disease.

777
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Ms Daphni Doulaptsi-Teeuwen

Prof Christopher Edwards - Speaker Prof Ursula Fearon
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Dr Lorraine O’Neill 
Consultant Rheumatologist
University Hospital Kerry

Dr O’Neill is a graduate of NUIG and 
completed basic and higher specialist 
training in Ireland before undertaking 
an MD in UCD in Giant Cell Arteritis. A 
vasculitis fellowship in Oxford followed. Dr O’Neill worked 
as a consultant Rheumatologist in Oxford from 2014 until 
returning to Ireland in 2019. She has published in the areas 
of GCA and ANCA vasculitis. Her current interests are acute 
Rheumatology and Medical Education.

Professor Barry O’Shea 
Consultant Rheumatologist, 
St James’s Hospital, Dublin

Barry O’Shea is a Consultant
Rheumatologist in St James’s Hospital, and 
a Clinical Associate Professor in the School 
of Medicine in Trinity College Dublin. 
He took up his position in St James’s in 2010. During his 
specialist training in Rheumatology he worked in St Vincent’s 
Hospital, Waterford Regional Hospital, St James’s Hospital 
and the Mater Hospital. He was the inaugural recipient 
of the Irish Society for Rheumatology / Wyeth Travelling 
Fellowship award. This facilitated the completion of his 
training in the University of Toronto and Toronto Western 
Hospital, Canada. He went on to undertake a Research 
Fellowship in Toronto with Dr Robert Inman with a focus on 
patients with Ankylosing Spondylitis and Psoriatic Arthritis. 
He has presented at the American College of Rheumatology 
Annual Meeting on this work. He is an active member 
of ASAS (Assessment of SpondyloArthritis international 
Society), an international group of experts in the field of 
Ankylosing Spondylitis. He is a co-founder and principal 
investigator of ASRI – the Ankylosing Spondylitis Registry 
of Ireland, a national database of patients with AS from 
across Ireland. He is the Clinical Lead for Rheumatology in 
St James’s Hospital. In 2022 he was appointed the National 
Speciality Director (NSD) for Rheumatology training in the 
Royal College of Physicians of Ireland.

Dr David O’Sullivan  
SpR Tallaght University Hospital

Dr David O’Sullivan is a medical graduate 
from Trinity College Dublin.
He completed his basic specialist training 
in Tallaght University Hospital and is 
currently in the higher specialist training 
programme in Rheumatology. He became a member of the 
Royal College of Physicians of Ireland in 2023.
He is also a qualified pharmacist and has a PhD in clinical 
pharmacy.
His clinical interests include drugs and therapeutics, 
vasculitis, connective tissue disease, interstitial lung disease 
and musculoskeletal ultrasound.

Dr John Ryan
Consultant Rheumatologist, 
Cork University Hospital, Cork

Dr John Ryan is a graduate of the Royal 
College of Surgeons in Ireland, he 
completed his higher medical training 
in rheumatology and general internal 
medicine in Ireland. He undertook a fellowship at the 
National Institute of Arthritis and Musculoskeletal and Skin 
Diseases (NIAMS) in Bethesda, Maryland. During this time 
he undertook translational research into disordered innate 
immunity manifesting as recurrent fever syndromes. He 
joined Dr Sinead Harney in the Rheumatology service at Cork 
University Hospital in 2010. The Rheumatology department 
has since expanded to include Dr Grainne Murphy. In July 
2017 he took up the post of National Specialty Director for 
Rheumatology. 

Dr Catherine Sullivan 
Consultant Rheumatologist
Blackrock Health

Catherine Sullivan graduated from UCD in 
2001. Working in NUI Galway and Harvard 
Medical School she completed a PhD 
investigating the role of mesenchymal 
stem cells in models of inflammatory arthritis. After 
completing her specialist training she took up a consultant 
post in Galway University Hospital. Catherine relocated 
to Dublin in 2017 and commenced private rheumatology 
clinics in UPMC Sports Surgery Clinic and The Hermitage 
Medical Clinic. She also works as Lead Medical Consultant 
in UPMC SSC. 
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Dr Ashley Elliott and Dr Lorraine O’Neill

Dr Andrea Woodcock Mr Success Amaechi

Photo Gallery
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Dr Calvin Han Jun Tan 
SPR, Antrim Area Hospital 
(Northern Ireland Medical 
& Dental Training Agency)

Dr Calvin Tan graduated from Queen’s 
University Belfast and is currently a 
Rheumatology Specialist Registrar in 
Northern Ireland. He completed his Internal Medicine 
Training and obtained his MCRP (UK) in 2021. He began his 
specialist training in Rheumatology and General Internal 
Medicine (GIM) in 2023.
He has a special interest in clinical education and previously 
held a teaching fellow role in the Belfast Trust. He currently 
holds several teaching positions, including Teaching 
Fellow in the Northern Trust, Simulation (SIM) Champion 
in the Northern Ireland Medical & Dental Training Agency 
(NIMDTA), and Lead for Final Year Tutor Groups at Queen’s 
University Belfast.
His clinical interests include musculoskeletal ultrasound, 
rheumatology-related interstitial lung disease, and 
inflammatory myositis.

Dr Maria Wray
Consultant Rheumatologist 
Antrim Hospital, Northern Ireland.

Dr Maria Wray is a consultant 
rheumatologist in Antrim Hospital, 
Northern Ireland. She graduated from 
Queens University Belfast in 2000 and 
began rheumatology training in Northern Ireland. She then 
undertook long term specialty doctor roles in rheumatology 
firstly in Musgrave Park Hospital and then the South East 
Health Trust where she developed particular expertise in 
musculoskeletal and vascular ultrasound. She was awarded 
specialist registration in rheumatology and joined the team 
in Antrim hospital in the Northern Trust as a consultant in 
2018. Her specialist interests include PMR/GCA and “fast 
track” diagnostic imaging.

Audience View

Photo Gallery
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Prof Gaye Cunnane and Prof David Kane

Photo Gallery

Dr Carlos Rafae-Vidal Dr Leonie Fleige
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Photo Gallery

Dr Shawn Chavrimootoo, Dr Claire Sheehy and Dr John Ryan

Dr Ali Karar, Dr Musab Suliman, Ms Sinead Ryan, 
Dr Lakhveer Rathi, Dr Salman Azhar and Dr Mudassir Raza



14

Photo Gallery

Dr Sinead Maguire and Dr Gillian Fitzgerald

Prof Eamonn Molloy and Prof Paul O’Connell
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Photo Gallery

Dr Andrew Cummiskey and Dr Sarah Faulkner

Dr Claire Sheehy and Dr Aine Connerton
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Message from Michael Dineen

Dear Member 

Great to be back in Kilkenny again, a venue that has always been good for us.   Its location makes it easily 
accessible from most parts of Ireland, well it used to be before the price of fuel went crazy.

Our thanks to Claire Sheehy and her team at University Hospital Waterford for an excellent program with 
some brilliant speakers. We are continuing with the Sp R symposium on Wednesday evening and Thursday 
morning.  In excess 30 Trainees have signed up for this program which I feel will become a permanent 
feature of future Spring Meetings. Our thanks to Novartis Ireland for their continuous sponsorship here.

Some recent ISR board decisions:
•	 The Young Investigator Award which is given to the overall best abstract at the Autumn Meeting will 

in future be awarded the Douglas Veale Memorial Medal in memory of the late Prof Veale’s huge 
contribution to the field of Rheumatology.

•	 The best Clinical Case will at this, and future meetings receive the Bernard Connor Medal again recognising 
a major figure in Rheumatology. For this meeting we received a total of 62 Clinical Cases all of which were 
of extremely high quality. The top six will be presented orally and the remainder will be in included in the 
meeting brochure. A special vote of thanks to the Review Panel.

•	 A Lifetime Achievement Award will be presented to Prof Madeline Rooney, Paediatric Rheumatologist at 
Queens University Belfast at this year’s Autumn Meeting in Belfast.

•	 Pleased to announce that two fellowships were awarded over 2025/26. These were for €50,000 each. It is 
envisaged that all future annual surplus funding will be transferred to the training fund.

•	 The retirement of Prof David Kane as Rheumatology Lead and for his work with CAG was highlighted by 
the board. A unanimous vote of thanks was passed to David for his outstanding work and contribution 
in this area.

The means of displaying posters is still under review. Some favour returning to the old-style poster boards 
in favour of more modern technology. It was decided to remain with the screens and have them in a more 
prominent position for viewing.

The best way of getting your view across is by using and returning your evaluation form. The points made are 
all reviewed and are kept anonymous. We may group the opinions under consultant or trainee but that is as 
far as it goes. Keep them coming, your view is important to us. 

The membership of ISR continues to rise, it now stands at 230.

Some Dates to remember Autumn meeting - Europa Hotel, Belfast 17 and 18 September 2026.

Spring Meeting at Grand Hotel, Malahide 8 and 9 April 2027 (Provisional).

Michael Dineen
Chief Executive ISR
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ISR Meeting
Spring, 2026 Sponsors

The Irish Society for Rheumatology
wishes to express its gratitude to all its sponsors

and in particular to the following ‘Major Sponsors’

AbbVie Ltd
AstraZeneca Pharmaceuticals (Ireland) DAC

Alphasigma
Johnson & Johnson

Novartis Ireland Ltd
UCB (Pharma) Ireland Ltd

Advanz Pharma
Amgen Ireland

Athena Pharmaceuticals Ltd
Biocon Biologics

Biogen Idec Ireland Ltd
Boehringer-Ingelheim Ireland Ltd
Celltrion Healthcare Ireland Ltd

Clonmel Healthcare
CSL 

Eli Lilly & Company (Ireland) Limited
Fannin Ltd

Gedeon Richter
GSK

Sandoz Ltd

The Pharmas listed above have all supported this meeting through 
a payment to exhibit a stand.  

They have had no involvement in any other aspect of this meeting.
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ISR Presidents
Dr Andrew Cairns 2025 - 

Belfast 

Dr John Ryan 2023 - 2025
Cork

Professor Geraldine McCarthy 2020 - 2023
Dublin

Dr Sinéad Harney 2018 - 2020
Cork

Dr Sandy Fraser 2016 - 2018
Limerick

Professor D. Kane 2014 - 2016
Dublin

Dr G.Wright 2012 - 2014
Belfast

Professor Gaye Cunnane 2010 - 2012
Dublin

Dr R. Kavanagh 2008 - 2010
Galway

Dr J. Lee 2006 - 2008
Craigavon

Dr P. O’Connell 2004 - 2006
Dublin

Professor O. FitzGerald 2002 - 2004
Dublin

Dr A. Taggart 2000 - 2002
Belfast

Dr D. Raman 1998 - 2000
Sligo

Dr A. Bell 1996 - 1998
Belfast

Professor B. Bresnihan 1994 - 1996 
Dublin

Professor M. Molloy 1992 - 1994
Dublin

Dr E. Casey 1990 - 1992
Dublin

Dr  S. Roberts 1988 - 1990
Belfast

Dr C. Barry 1985 - 1987 
Dublin

Dr D. Roden 1983 - 1985 
Dublin

Dr W. Boyd 1981 - 1983 
Belfast

Dr T. Gregg 1979 - 1981 
Dublin

Dr J. Molony 1977 - 1979 
Dublin

Dr M .McMahon 1975 - 1977 
Cork 

Dr T.O’Reilly 1973 - 1975 
Dublin

Irish Society for 
Rheumatology Board Members

PRESIDENT
Dr Andrew Cairns 

Consultant Rheumatologist
Musgrave Park Hospital, Belfast

HONORARY SECRETARY
Dr Claire Sheehy 

Consultant Rheumatologist
University Hospital Waterford 

HONORARY TREASURER
Dr Shawn Chavrimootoo

Consultant Rheumatologist, 
Our Lady’s Hospital, Navan, Co Meath.

BOARD MEMBERS
Dr Nicola Ambrose 

Consultant Rheumatologist
Blackrock Clinic, Dublin

Dr Usman Amin
Consultant Rheumatologist and General Physician 

UHG and Merlin Park University Hospital

Dr Elizabeth Ball
Consultant Rheumatologist 

Musgrave Park Hospital/ Belfast City Hospital

Dr Michele Doran
Consultant Rheumatologist and General Physician 
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When Symptoms Collide: Uncovering 
Pemphigus Vulgaris in Behcet’s Disease
Author(s)
Areen Fathima, Hassan Satti, Carmel Silke, Trevor Markham, Jason 
Hynes

Department(s)/Institutions
Our Lady’s Hospital, Manorhamilton

Introduction
Behcet’s disease is a chronic, relapsing multisystem inflammatory 
disorder characterised by recurrent mucocutaneous ulceration and 
ocular involvement. Pemphigus Vulgaris is a rare autoimmune 
blistering disorder mediated by pathogenic antibodies against 
demoglein proteins. the coexistence of Behcet’s and Pemphigus 
is exceptionally uncommon and presents significant diagnostic 
challenges due to overlapping mucosal manifestations.

Aims/Background
Both Behcet’s and Pemphigus can present with persistent oral 
ulceration, potentially leading to diagnositic uncertainty. In 
patients with established inflammatory disease, evolving clinical 
features may be misattributed to the primary diagnosis, resulting 
in delayed recognition of alternative or coexisting pathology. Early 
identification of pemphigus vulgaris is critical as untreated disease 
carries substantial morbidity.

Method
We describe the clinical course of a 48 year old man initially 
diagnosed with Behcet’s disease following recurrent oral, nasal and 
genital ulceration with intermittent iritis. Extensive serological and 
histopathological evaluation excluded ANCA vasculitis. Despite 
sequential treatment with colchicine, azathioprine, methotrexate, 
apremilast and multiple biologic agents, his disease remained 
refractory. The later development of widespread cutaneous ulcers 
prompted dermatological reassessment, including repeat skin 
and mucosal biopsies with direct immunofluorescence and serum 

autoantibody testing.

Results
a case report

Conclusions
Histopathology demonstrated suprabasal acantholysis with 
intercellular deposition of igG and C3 and serum testing confirmed 
pemphigus vulgaris antibodies. High dose systemic corticosteroids 
followed by Rituximab therapy resulted in rapid and marked 
clinical improvement of both cutaneous and mucosal disease. 
This case underscores the importance of diagnostic vigilance 
and multidisciplinary collaboration in patients with refractory 
mucocutaneous disease and highlights the potential for anchoring 
bias when symptoms overlap between autoimmune conditions

26S103

Extreme Hyperferritinaemia as a Diagnostic 
Clue in Adult-Onset Still’s Disease: A Case 
Report
Author(s)
1.Iskandar Yunus 2.Ahmad Fakhruddin Md Salleh

Department(s)/Institutions
1. Department of Internal Medicine, Mayo University Hospital, 
Castlebar, Co.Mayo, Ireland 2. Department of Internal Medicine, 
Hospital Sultan Abdul Halim, Sungai Petani, Kedah, Malaysia

Introduction
Adult-Onset Still’s Disease (AOSD) is a rare systemic 
autoinflammatory disorder characterized by a cytokine storm of IL-
1β and IL-18. It remains a formidable diagnostic challenge, often 
presenting as a “great mimicker” of sepsis or malignancy

Aims/Background
This report highlights the diagnostic utility of the Yamaguchi 
criteria and extreme hyperferritinaemia in differentiating systemic 
autoinflammation from occult sepsis, particularly in settings where 
advanced assays like glycosylated ferritin are unavailable.  

Method
A case study was conducted on a 34-year-old male presenting 
with a one-month history of high-grade intermittent fevers and 
polyarthralgia. A systematic diagnostic approach was employed 
over a 50-day inpatient period to investigate Pyrexia of Unknown 
Origin (PUO). This included extensive infectious screening 
(Malaria, Dengue, HIV, Leptospirosis, Melioidosis, Brucellosis, 
and Tuberculosis), autoimmune serology (ANA/RF), Transthoracic 
Echocardiogram (TTE) and multi-modal radiological imaging.  

Results
Initial management for presumed pyelonephritis and septic arthritis 
failed despite escalation to broad-spectrum antibiotics (Meropenem, 
Doxycycline, and Gentamicin). The presentation was atypical due to 
the absence of a classic “Still’s rash” or organomegaly. Laboratory 
trends demonstrated profound leukocytosis (WBC 32.2 x 109/L) 
and a marked discordance between an elevated CRP (399.2 mg/L) 
and a relatively low procalcitonin (0.31 ng/mL). Notably, serum 
ferritin was extreme at >33,511 ng/mL. The patient met three major 
(fever, arthritis, leukocytosis) and two minor (liver dysfunction, 
negative serology) Yamaguchi criteria. Following pulse-dose 
Methylprednisolone, the patient achieved immediate defervescence 
and rapid normalization of inflammatory markers.

22
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Conclusions
AOSD should be a primary differential in PUO once common 
infections are excluded, even without pathognomonic physical 
findings. Extreme hyperferritinaemia serves as a vital diagnostic 
surrogate. Timely initiation of corticosteroids is potentially life-
saving; early identification of the systemic phenotype is crucial, as 
these patients are at high risk for catastrophic complications such as 
Macrophage Activation Syndrome (MAS)

Figure

26S104

Rheumatoid Vasculitis in Two Organs
Author(s)
Diarmuid O’Brien, Mihail Grigorov, Paul MacMullan, Niamh 
Conlon, Michael Jansen, Matthew Colquhoun

Department(s)/Institutions
Rheumatology Department, Cork University Hospital Histopathology 
Department, Cork University Hospital

Introduction
Rheumatoid Vasculitis (RV) is an established but rare complication 
of rheumatoid arthritis with prevalence of 1-5% but with five-year 
mortality of 30-50%. It has become more infrequent with biologic 
therapy and a larger proportion of patients with RA are achieving 
maintained remission. The most frequently affected organs include 
skin, peripheral nerves and heart. It is more common in patients with 
longstanding RA. RV in the gynaecological tract is extremely rare 
with only one other case report in the literature.

Aims/Background
An 85-year-old lady with an established diagnosis of seropositive 
rheumatoid arthritis treated with Methotrexate presented to our 
institution with an acute history of progressive polyneuropathy. 
Her background history was most significant for total hysterectomy 
with left salpingo-oophorectomy for a suspected malignant ovarian 
lesion 18 months prior to presentation at another institution. The 
histological findings were discussed in a multidisciplinary meeting 
and the ovarian lesion was found to be a fibroma.

Method
The patient presented with a short history of paraesthesia in the 
fingers of both hands associated with reduced hand grip strength. 
She subsequently developed a left foot drop and then a right foot 
drop in short interval succession. She was pulsed with three days 
IV Methylprednisolone for presumed RA related vasculitis. At this 
point we reviewed the histopathology report from her previous 

gynaecological surgery and features of a necrotising vasculitis 
involving the small and medium-sized vessels were reported 
throughout the gynaecological tract.

Results
ANCA, ANA, ENA, HIV, Hepatitis B and C antibodies were all 
negative, cryoglobulins and serum protein electrophoresis were 
unremarkable. Anti CCP titres were strongly positive >340 AU/ml. 
Right sural nerve biopsy confirmed pathologically definite vasculitic 
neuropathy. The patient was commenced on Rituximab induction 
therapy and her neuropathy did not progress.

Conclusions
Given there was no clinical, serological or histological features of 
an alternative vasculitis aetiology we made the diagnosis of RV in 
two organs. Therefore we report, for the first time, a histologically 
confirmed case of small and medium vessel vasculitis affecting both 
the uterine tract and peripheral nerves in short succession in a patient 
with underlying rheumatoid arthritis.

Figure

Figure
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26S105

Atypical Marginal Zone Lymphoma (MZL) 
presenting as Severe Secondary Raynaud’s 
Phenomenon.
Author(s)
Author(s): Ashraf M, Chavrimootoo S, Connolly E, Ibrahim A, 
Mullan RH

Department(s)/Institutions
Department of Rheumatology, Our Lady’s Hospital, Navan.

Introduction
Raynaud’s Phenomenon is defined as a vasculopathy characterised 
by symmetrical, episodic, self-limiting vasoconstrictive events in the 
digital extremities. It is usually triggered by cold temperatures or 
emotional Stress.It often causes pain resulting from Ischemia, with 
a variable degree of recovery, ranging from complete recovery to 
tissue loss due to gangrene.
Primary RP is common, largely self-limiting, and occurs in 
isolation. In contrast, secondary RP develops due to an underlying 
aetiology including hematologic, autoimmune, metabolic, drugs and 
mechanical aetiologies.

Aims/Background
A 55-year-old Caucasian female presented with a 2-week history 
of new-onset severe, symmetrical discolouration of the fingers and 
toes. She was diagnosed as Primary Sjogren’s Syndrome diagnosed 
about 2 months before this presentation,as she has 10-year history of 
severe sicca symptoms which were never investigated before. She 
also described a 6-week prior prodrome, prominent B-symptoms 
characterised by weight loss, drenching fevers and night sweats and 
malaise, and transient episodes of non-blanching purpuric rashes on 
lower limbs.

Method
Initial investigations showed a pancytopenia with normal 
Haematinics, mildly elevated LDH, strongly positive RF and Anti 
Ro Antibody, low C4 and multifocal widespread small volume 
lymphadenopathy on CT TAP. Her further workup showed Previous 
Hepatitis B infection, with negative Cryoglobulins screen and SPEP.
She was managed conservatively by vascular team as her ABPI were 
normal and her CT Angiogram of lower limbs did not show any 
significant stenosis from the aorta to the popliteal Arteries.
She was initially commenced on steroids, Nifedipine, 
Hydroxychloroquine and Illoprost once the biopsy was performed.

Results
Her Bone marrow and excisional lymph node biopsies were sent 
to the National Institute of Health in the US, and a diagnosis of 
Atypical Marginal Zone Lymphoma with plasmacytic differentiation 
was Confirmed. She was treated with RCHOP regimen, which led to 
rapid improvement in Raynaud’s Phenomenon, and her symptoms 
improved completely post treatment, correlating with her Repeat 
PET scan showing complete resolution of her Lymphadenopathy

Conclusions
This report highlights the need for a comprehensive workup in 
patients with secondary RP and consideration of rare causes other 
than Rheumatological condition, especially those presenting with 
atypical features, as prompt diagnosis and treatment of the underlying 
condition improves outcome.

Figure
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An Atypical MPO-Positive Vasculitis Mimic
Author(s)
Dr James Brock, Dr Michael Reed

Department(s)/Institutions
NHS Greater Glasgow & Clyde

Introduction
Borderline ANCA/MPO positivity can create diagnostic momentum 
toward ANCA-associated vasculitis (AAV); however, other causes 
can be attributed with this positive immunology, including the likes 
of infection. We describe a case of borderline MPO positivity with 
embolic phenomena.

Aims/Background
An 85-year-old woman developed three months of subacute back 
pain. CT chest/abdomen/pelvis demonstrated splenic infarcts. 
Haematology arranged PET-CT showing progressive lytic change at 
L2–L3 and right sacroiliac joint widening (figure) and subsequently 
referred her to Rheumatology. Before Rheumatology review, she was 
admitted to a hospital outside Glasgow with abdominal pain; renal 
infarcts were identified and MPO was mildly positive at 29 IU/mL. 
Two weeks post-discharge she then attended Rheumatology clinic.

Method
She reported weight loss and “shivery” episodes without documented 
fevers and worsening dyspnoea on a background of left ventricular 
hypertrophy/heart failure. Targeted review for AAV/connective 
tissue disease (CTD) was negative: no ENT or visual symptoms, no 
wheeze, no purpura/rash, no mononeuritis multiplex, no Raynaud’s/
mucocutaneous ulcers, and urinalysis showed no haematuria or 
proteinuria. Interestingly, she had two episodes of cellulitis which 
had been treated in the last six months.

Results
Inflammatory markers were persistently elevated (CRP 
~100 mg/L, ESR 50 mm/hr). Bloods showed polyclonal 
hypergammaglobulinaemia without paraprotein, hyponatraemia (129 
mmol/L), microcytic anaemia and neutrophilia. The combination of 
embolic infarcts and sustained inflammation with an absent AAV 
phenotype (including bland urinalysis) prompted prioritisation 
of infection over immunosuppression. Infectious Diseases were 
consulted and urgent MRI spine and echocardiograph were arranged. 
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MRI demonstrated lumbar insufficiency fractures with severe 
canal stenosis and probable right SIJ septic arthritis. Transthoracic 
echocardiography confirmed infective endocarditis; blood cultures 
grew Streptococcus gallolyticus (a Strep Bovis variant).

Conclusions
This case highlights the risk of diagnostic anchoring on ANCA/MPO 
serology in isolation. Infective endocarditis can present atypically 
with musculoskeletal pain, persistently raised inflammatory markers 
and embolic infarcts, and may be associated with MPO positivity. 
Careful phenotyping (including urinalysis) and early infection-
focused investigation can uncover a vasculitis mimic where clinical 
phenotyping prevented inappropriate immunosuppression.
Learning points: (1) interpret ANCA/MPO in clinical context; (2) 
exclude infection, especially endocarditis (a cause of false-positive 
MPO), before considering immunosuppression; (3) S. gallolyticus 
bacteraemia should prompt consideration of colonic evaluation.

Figure

 

Figure
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To be, or not to be
Author(s)
Conor Gormley, Rheumatology Spr, MRH Tullamore Dr. Killian 
O’Rourke, Rheumatologist, MRH Tullamore

Department(s)/Institutions
Rheumatology Department, Midland Regional Hospital, Tullamore

Introduction
Cutaneous or musculoskeletal infection with mycobacterium bovis 
is exceedingly rare and poses a diagnostic challenge. This case 
highlights an unusual presentation and diagnostic journey in a rural 
Irish setting.

Aims/Background
A 60-year-old male farmer with a background of hypertension and 
gout presented to the Rheumatology clinic with a five month history 
of painful dactylitis of the left index finger, with no trauma, infection, 
or systemic symptoms. The symptoms had not responded to a course 
of colchicine and was partially responsive to two courses of oral 
corticosteroids in the community.

Method
Initial workup and imaging, including MRI suggested a likely 
inflammatory arthritis. Management was focused on presumed 
seronegative inflammatory arthritis using joint injections, oral 
steroids and methotrexate. After first review, the clinical course 
was complicated by multiple episodic flares of his dactylitis over 
several months and development of left elbow olecranon bursitis, 
with polarised microscopy revealing monosodium urate crystals 
in the elbow but not in the finger. The patient was commenced on 
prolonged colchicine therapy and allopurinol.
Further MRI evaluation during a severe flare five months after 
initial Rheumatology review (and ten months from symptom onset) 
suggested septic arthritis and osteomyelitis of the left index finger 
however repeated joint aspirate and blood cultures were negative. 
A notable Quantiferon test yielded a positive result two months 
previous to this. The patient reported contact with livestock infected 
with TB the previous year.
The patient was reviewed by plastic surgery who perfomed a washout 
and intra-operative samples from theatre isolated *Mycobacterium 
bovis*. There was also evidence of tuberculous infection in the left 
elbow bursa.

Results
Treatment with a prolonged course of antimicrobials led to clinical 
resolution and full restoration of
function.

Conclusions
This case illustrates the importance of considering zoonotic 
transmission of tuberculosis, especially in those with close contact 
with livestock. The chronic monoarthritis without systemic symptoms 
coupled with initially negative cultures, delayed diagnosis. The case 
demonstrates diagnostic value in maintaining clinical suspicion for 
tuberculosis

Figure
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Rheumatoid Vasculitis as an index 
presentation of RA
Author(s)
Diarmuid O’Brien, Michele Doran

Department(s)/Institutions
Rheumatology Department, St James Hospital

Introduction
Rheumatoid Vasculitis (RV) is an established but rare complication 
of Rheumatoid Arthritis (RA) with prevalence of 1-5% but with 
five-year mortality of 30-50%. It is more common in patients with 
longstanding RA and very rarely presents an index presentation of 
RA.

Aims/Background
A 62 year old male with a significant history of smoking presented to 
hospital with a one week history of left third discolouration. He also 
reported an 8 week history of pain and swelling in multiple joints of 
his hands and wrists. He was initially commenced on therapeutic low 
molecular weight heparin and an iloprost infusion while awaiting 
further investigations. Examination of the left hand demonstrated a 
dark discolouration of his left third finger highly suspicious for a 
vasculitic lesion with nailfold infarcts of his right 3rd and 4th finger. 
There was synovitis of multiple MCP, PIP and left wrist joints.

Method
A CT angiogram of his upper limbs demonstrated minimal plaque 
with patent ulnar and radial arteries. Urine dipstick was unremarkable. 
CRP and ESR were elevated at 55 and 48 respectively. Rheumatoid 
Factor (RF) was very elevated at >650 IU/m and Anti CCP was weak 
positive at 12 U/ml. ANCA was reported as weak positive but with 
normal MPO and PR3 titres. CTD screen and SPEP were negative.

Results
A diagnosis of Rheumatoid vasculitis was made given his joint 
symptoms, high titre RF and cutaneous vasculitis. The patient was 
pulsed with high dose prednisolone followed by a weaning course of 
oral prednisolone. At review six weeks following presentation was 
he had complete amelioration of his joints symptoms. The vasculitic 
finger had reduced discolouration and resolution of the nailfold 
infarcts in the right hand was notable.

Conclusions
Rheumatoid vasculitis as the index presentation of RA is very rare 
with sparse case reports in the literature only. Given the rarity of 
this presentation it is important for clinicians to be cognisant of 
this possibility even though Rheumatoid Vasculitis has a declining 
incidence worldwide.

Figure
 

Figure
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Out of the Blue: An under-recognised mimic of 
Raynaud’s Phenomenon
Author(s)
Dr. Patrick Mulkerrin, Dr. Brona Dinneen.

Department(s)/Institutions
Connolly Hospital Blanchardstown.

Introduction
A 39-year-old woman was referred with a five-year history of 
intermittent painful swelling and blue discolouration affecting 
individual fingers. Episodes involved a sudden pinching sensation, 
followed by spontaneous bluish discolouration of a single digit. 
Symptoms resolved completely within 24–48 hours. Episodes 
occurred approximately ten times per year and occasionally affected 
different digits. There was no association with cold exposure, 
emotional stress, or trauma. The toes were not affected. She reported 
no blistering, ulceration, or persistent skin change.

Aims/Background
Her past medical history included previous evaluation for palpitations 
with normal cardiac investigations. She was an ex-smoker with no 
regular medications. Family history was notable for IHD. She denied 
systemic symptoms including weight loss, fever, photosensitivity, or 
rashes, although reported occasional oral ulcers.

Method
Examination between episodes demonstrated no features suggestive 
of connective tissue disease. Hands were warm, well perfused 
with intact peripheral pulses. There was no digital ulceration, 
necrosis, splinter haemorrhages, livedo, or vasculitic skin changes. 
Cardiovascular and respiratory examinations were unremarkable.

Results
Laboratory investigations showed normal full blood count, renal, 
liver, and thyroid function, ESR and CRP. Autoimmune screening 
including ANA and RF were negative. Complement levels were 
normal. Previous SPEP demonstrated a monoclonal IgG lambda 
paraprotein; however, repeat testing showed polyclonal IgG 
elevation with normal free light chain ratio. Haematology review 
didn’t identify a lymphoproliferative disorder.
Cardiac evaluation including Holter monitoring and echocardiography 
demonstrated normal left ventricular function with mild mitral valve 
prolapse and trace aortic regurgitation. CT angiography of the upper 
limb arteries demonstrated normal opacification of the aortic arch 
branches and distal vessels with no stenosis or occlusion.
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Conclusions
Raynaud’s phenomenon was considered, absence of cold sensitivity, 
triphasic colour change, pain preceding discolouration, and single-
digit bruising favoured an alternative diagnosis. The self-limiting 
nature of episodes and absence of systemic disease supported 
Achenbach syndrome. Achenbach syndrome is a benign condition 
causing sudden finger pain followed by spontaneous subcutaneous 
bleeding, typically affecting single digits in middle-aged women. 
Differentials include Raynaud’s phenomenon, embolic disease, 
vasculitis, connective tissue disease–related ischaemia, and 
hypercoagulable states. Recognition relies on sudden pain preceding 
discolouration, lack of cold sensitivity, rapid resolution, and normal 
vascular examination and imaging, allowing reassurance and 
avoidance of unnecessary investigation.

Figure

 

Figure
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Case of Steroid-Refractory Focal Sarcoid 
Myopathy
Author(s)
Dr Rachel Finn, Prof Aisling Ryan, Professor Sinead Harney

Department(s)/Institutions
Cork University Hospital

Introduction
Neuromuscular involvement is infrequent in sarcoidosis, particularly 
in the absence of systemic disease. We present a case of biopsy-
proven focal sarcoid myopathy in an isolated muscle without 
pulmonary or extra-pulmonary manifestations of systemic sarcoid.

Aims/Background
A 60 year old lady with a background of B12 deficiency & recently 
diagnosed obstructive sleep apnoea was referred with 3 days of acute 
onset pain in the left calf. There was swelling, sensory disturbance 
& heaviness in the leg without weakness. Fatigue was her only other 
symptom.

Method
On examination, there was a 3 cm size discrepancy between the 
calves. The left calf was swollen and tender. There was mild weakness 
of dorsiflexion bilaterally with power otherwise normal throughout. 
Knee reflexes were reduced, ankle jerks absent & plantars flexor. She 
had an erythematous, macular rash over the anterior knees bilaterally 
which she said was present for years.

ALT was elevated. CPK was 100U/L Anti-smooth muscle antibody 
was positive with extended myositis panel negative. Serum ACE was 
raised at 104U/L. MRI of left lower limb showed signal change in the 
left gastrocnemius. A subsequent biopsy showed features in keeping 
with granulomatous disease, likely sarcoid. CT thorax showed 
small peri-hilar lymph nodes. FDG PET scan did not demonstrate 
any increased uptake. CSF ACE was marginally elevated with 
oligoclonal bands negative.

Results
She was commenced on tapering dose of Prednisolone 40mg with 
partial response but troublesome side effects. She was trialled on 
Infliximab with some improvement. She subsequently presented to 
a rheumatologist with diffuse joint pain & swelling and diagnosed 
with seronegative inflammatory arthritis. She was commenced 
on Adalimumab (Humira) with excellent response including near 
resolution of muscle symptoms.

Conclusions
Poor steroid response & absence of myositis specific autoantibodies 
should prompt consideration of neuromuscular sarcoid or other 
granulomatous myopathy with tissue biopsy the cornerstone of 
diagnosis. This lady developed an inflammatory arthritis despite 
adequate steroids & infliximab raising the possibility of anti-drug 
antibodies and reigniting the debate as to whether, and what dose, 
of infliximab should be used as monotherapy in sarcoid. There is 
limited experience with adalimumab in neuromuscular sarcoid and 
this provides further evidence of its potential efficacy.

26S111

A Case of Tumefactive Demyelination
Author(s)
Dr Rachel Finn, Dr John Ryan

Department(s)/Institutions
Cork University Hospital

Introduction
We present the case of a 44 year old female who presented to the 
Emergency Department in Cork University Hospital with a 2 week 
history of sensory disturbance in the right upper & lower limbs with 
headache & word finding difficulties. Her background was notable 
for CTD with SLE predominance & pulmonary hypertension for 
which she was maintained on Hydroxychloroquine, Cellcept, 
Macitentan, Sildenafil, Bumetanide & Prednisolone with prior 
Rituximab treatment complicated by infusion reactions.

Aims/Background
On admission, she had decreased light touch & vibration sense in 
the right upper & lower limbs, brisk reflexes in the right upper limb 
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& knee but absent in the ankles. Tone & power were preserved 
throughout.
Admission bloods included an ESR of 102 with an otherwise normal 
FBC & CRP. ANA was positive with a stable dsDNA titre. MRI 
imaging demonstrated three discrete lesions in the left cerebral 
hemisphere white matter with mild surrounding oedema and mass 
effect. Additional post-contrast MR imaging confirmed ring-like 
enhancement of 2 of the lesions with no plaques in the spine. CT 
TAP showed widespread subcentimetre lymphadenopathy. A lumbar 
puncture demonstrated increased CSF protein at 459 with CSF 
culture, ACE, oligoclonal bands & viral serology negative. Serum 
MOG & NMO antibodies were negative. Toxoplasma IgG was 
positive, with other viral serology negative & serum Quantiferon 
negative.

Method
Cellcept & Prednisolone were held. Given her immunosuppressed 
state there was a high index of suspicion for infection. She was 
commenced on treatment for Toxoplasmosis pending PCR result. 
She developed worsening headaches, fevers & rising inflammatory 
markers. Empiric antibiotic cover was commenced. Toxoplasmosis 
and JC virus PCR were subsequently resulted as negative & IV 
steroids were commenced.

Results
Repeat imaging done showed resolution of enhancement & reduction 
in size of the lesions post steroid with similar clinical improvement. 
A diagnosis of multiple sclerosis with tumefactive demyelination 
was reached. She was commenced on anti-CD20 therapy with 
Ofatumumab to target both MS & her CTD with good clinical 
response.

Conclusions
This case highlights an unusual presentation of MS with uniquely 
raised inflammatory markers in a heavily immunosuppressed patient.

26S112

A Sight for Sore Eyes
Author(s)
Dr. Conor Gormley Dr. Andy Cummiskey Dr. Aine Gorman

Department(s)/Institutions
Department of Rheumatology Midland Regional Hospital, Tullamore

Introduction
Orbital myositis affecting only the extraocular muscles is a rare cause 
of Orbital inflammatory syndrome. Corticosteroids remain first-line 
therapy, but a subset of patients exhibit refractory disease requiring 
biologic immunosuppression.

Aims/Background
A 42-year-old man (Michael) was referred to Ophthalmology 
services in May 2023 after his pharmacist noticed new-onset right-
sided proptosis. The patient reported diplopia in the affected eye, 
particularly on left lateral gaze, but denied pain, constitutional 
symptoms, or systemic features.

Method
Initial investigations showed normal inflammatory markers, thyroid 
function tests and antibodies. The myositis-specific autoantibody 
panel was negative, and serum IgG4 levels were within normal range.
MRI orbits demonstrated enlargement of the right medial, inferior, 
and lateral rectus muscles without evidence of mass lesion.
A right medial rectus biopsy in June 2023 revealed nonspecific 

myositis, with no granulomas or vasculitis.
He was treated with high-dose corticosteroids and methotrexate, 
but demonstrated progressive disease on follow-up imaging, with 
extension to the contralateral orbit and evidence of optic nerve 
straightening, suggesting early compressive risk.

Results
In August 2024, he was referred to rheumatology for second-line 
immunosuppressive therapy and commenced rituximab.
Sequential MRIs post-rituximab demonstrated a marked reduction 
in the size of the previously enlarged extraocular muscles bilaterally, 
though mild right–left asymmetry and residual moderate proptosis 
persisted. Clinically, diplopia improved, and there was no evidence 
of optic neuropathy.
He continues under joint ophthalmology and rheumatology review.

Conclusions
This case illustrates the diagnostic and therapeutic challenges of 
orbital myositis. While conventional immunosuppressants such as 
corticosteroids or methotrexate are often used, rituximab has been 
increasingly recognized as a valuable option in refractory cases. 
The significant radiological and clinical improvement in this patient 
supports its efficacy. Early multidisciplinary collaboration between 
ophthalmology and rheumatology is critical to preserving visual 
function.

Figure
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The Perfect Storm: New-Onset Systemic Lupus 
Erythematosus Presenting as Secondary HLH
Author(s)
Paula Borregón-Garrido, Sara Manrique-Arija, Fernando Ortiz-
Marquez, Roman Kost, Aimara García-Studder, Natalia Mena-
Vazquez

Department(s)/Institutions
Hospital Regional Universitario de Málaga, Reumatología, Málaga, 
Spain
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Introduction
Secondary haemophagocytic lymphohistiocytosis (HLH) is a 
life-threatening hyperinflammatory syndrome characterised by 
uncontrolled immune activation and cytokine storm. Macrophage 
activation syndrome represents the autoimmune-associated subtype 
of HLH. Mortality in adult secondary HLH ranges from 20–50%, 
and delayed recognition significantly worsens outcomes.

Aims/Background
Systemic lupus erythematosus (SLE) may rarely present with 
secondary HLH, with overlapping clinical and laboratory features 
that complicate diagnosis. Recognising HLH in the setting of new-
onset autoimmune disease is critical, as early immunosuppressive 
therapy can be life-saving.

Method
We describe a case of new-onset SLE presenting as secondary HLH 
and provide a focused review of the literature regarding diagnostic 
criteria and early management strategies.

Results
We report a 44-year-old woman presenting with constitutional 
symptoms, acute kidney injury, neuropsychiatric manifestations 
(confusion, hallucinations, behavioural disturbance), diffuse alopecia, 
oral ulcers, acral necrosis and polyserositis. Laboratory investigations 
revealed pancytopenia with Coombs-positive haemolytic anaemia, 
hyperferritinaemia (>28,000 µg/L), hypertriglyceridaemia, 
hypofibrinogenaemia, elevated LDH and hypocomplementaemia. 
Proteinuria reached 3 g/24h. HScore was strongly suggestive of 
reactive HLH. Infectious and malignant causes were excluded.
Autoimmune work-up showed ANA 1:80 (homogeneous), anti-
dsDNA 1:2500, anti-RNP and anti-SSA/SSB positivity, with low 
C3/C4. Renal biopsy confirmed class II lupus nephritis, fulfilling 
2019 EULAR/ACR SLE classification criteria. A diagnosis of SLE 
complicated by secondary HLH was established.
The patient promptly received high-dose intravenous 
methylprednisolone, intravenous immunoglobulins, 
hydroxychloroquine and intravenous cyclophosphamide (Euro-
Lupus protocol). Rapid clinical and biochemical improvement 
followed, with resolution of cytopenias, normalisation of renal 
function and progressive decline in anti-dsDNA titres. At 8-month 
follow-up, she remains asymptomatic with complete renal remission 
on maintenance mycophenolate mofetil.
Image 1 shows a Ferritin trend graph with a dramatic fall following 
immunosuppression.
Image 2 shows a clinical collage of the acral necrosis in the patient 
hands at presentation vs resolution after treatment.

Conclusions
Secondary HLH can be the initial manifestation of SLE and carries 
substantial mortality if unrecognised. Marked hyperferritinaemia, 
cytopenias and hypofibrinogenaemia in the context of autoimmune 
features should prompt urgent evaluation for HLH. Early 
immunosuppressive therapy and coordinated multidisciplinary care 
are critical to improving outcomes.
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Introduction
AA amyloidosis is a serious complication of chronic inflammatory 
disease, driven by pro-inflammatory cytokines, particularly IL-
6, which promote sustained elevation of serum amyloid A (SAA). 
Although disease prevalence has declined due to improved 
inflammatory control in the era of biological DMARDs, it remains 
an important cause of nephrotic syndrome and end organ damage in 
cases of refractory inflammatory disease.

Aims/Background
We present a case of nephrotic syndrome secondary to biopsy proven 
AA amyloidosis on a background of longstanding, refractory juvenile 
idiopathic arthritis (JIA) despite treatment with multiple biological 
DMARDs.

Method
A 40 year old female presented with two weeks of progressive 
oedema of the lower limbs, face and upper extremities, six weeks 
of frothy urine and fatigue on a background of severe longstanding 
polyarticular JIA, diagnosed in childhood. Inflammatory markers 
were persistently elevated for several years, despite treatment with 
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TNF inhibitors, IL-6 inhibitors, JAK inhibitors, Abatacept and 
Rituximab. Past medical history included a pancreatic NETs tumour, 
oropharyngeal squamous cell carcinoma and multiple intracranial 
aneurysms.
Investigations revealed nephrotic-range proteinuria (24-hour protein 
5.96 g; UPCR 1186 mg/mmol), hypoalbuminaemia (27 g/L), 
hyperlipidaemia and preserved renal function. Serum amyloid A 
was elevated at 47.6 mg/L. Differential diagnoses included primary 
glomerular disease (membranous nephropathy, FSGS), lupus 
nephritis, paraneoplastic glomerular disease and AL amyloidosis. 
Autoimmune serology, anti-PLA2R, ANCA, anti-GBM antibodies, 
hepatitis screening and malignancy workup were negative. Serum 
free light chains were normal and no monoclonal paraprotein was 
detected on electrophoresis, making AL amyloidosis unlikely. Renal 
biopsy demonstrated Congo red–positive AA amyloid deposition.

Results
AA amyloidosis was attributed to uncontrolled systemic 
inflammation from refractory JIA. Escalation of immunosuppression 
was complicated by previous biologic failures, prior oropharyngeal 
malignancy, upcoming intracranial aneurysm surgery, and patient 
adherence. Intravenous tocilizumab was commenced to suppress 
IL-6–mediated SAA production.

Conclusions
AA amyloidosis remains a life threatening complication of refractory 
inflammatory disease despite modern therapies. Persistent elevation 
of inflammatory markers should prompt consideration of secondary 
amyloidosis. Exclusion of AL amyloidosis is essential. Early 
renal biopsy and IL-6 inhibition may prevent end organ damage. 
Multidisciplinary and patient centred care is key to managing 
complex patients with high burden of comorbidities.
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Introduction
Adult-onset Still’s disease (AOSD) is a rare systemic 
autoinflammatory condition characterized by high spiking fevers, 
inflammatory arthritis, and an evanescent salmon-coloured rash.
The estimated annual incidence in Europe ranges between 0.1 and 0.4 
per 100,000 population. AOSD most commonly affects individuals 
aged 16–35 years.

Aims/Background
Illustrate the diagnostic challenges of persistent fever in a previously 
well young adult. Highlight the classification criteria.
Demonstrate therapeutic response in the context of emerging biologic 
treatment strategies.

Method
A 21-year-old previously healthy male presented with a three-day 
history of sore throat and fever. Despite oral antibiotics for presumed 
bacterial pharyngitis, he developed persistent high fevers, drenching 
night sweats, diffuse myalgia, polyarthralgia, and an intermittent 

salmon-pink macular rash. Initial assessment in the Acute Medical 
Unit suggested a viral illness; he received fluids, corticosteroids, and 
antihistamines. Laboratory evaluation revealed markedly elevated 
ferritin (10,164 µg/L), ESR 52 mm/hr, LDH 430 U/L, mildly raised 
IgG, and negative autoimmune serology. Imaging showed borderline 
splenomegaly and a small nonspecific hilar lymph node. No infection, 
malignancy, or alternative rheumatologic condition was identified.

Results
Given persistent quotidian fevers, evanescent rash, polyarthralgia, 
splenomegaly, negative autoimmune serology, and marked 
hyperferritinaemia, a diagnosis of Adult-Onset Still’s Disease 
(AOSD) was made after multidisciplinary review. The patient met 
the Yamaguchi criteria, fulfilling major criteria of fever >39°C for 
over one week, arthralgia >2 weeks, and typical rash, with minor 
criteria also present. Infection, malignancy, and other rheumatologic 
conditions were excluded. He was treated with corticosteroids and 
tocilizumab, an IL-6 inhibitor, achieving rapid resolution of fever, 
rash, and arthralgia, with normalisation of inflammatory markers. 
Early biologic therapy enabled full recovery and return to normal 
activities.

Conclusions
This case underscores the need to consider Adult-Onset Still’s 
Disease in young adults with persistent fever, evanescent salmon-
pink rash, polyarthralgia, and marked hyperferritinaemia, after 
excluding infection and autoimmune disease. Early recognition using 
validated criteria and specialist involvement is crucial. Emerging 
evidence supports prompt biologic therapy in moderate-to-severe 
AOSD, enabling rapid remission and improved long-term outcomes. 
how many words is this
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Introduction
Takayasu arteritis is a rare chronic large-vessel vasculitis primarily 
affecting the aorta and its major branches. Although coronary artery 
involvement is uncommon, it can lead to significant morbidity 
including myocardial infarction. Coronary vasculitis often results 
in diffuse arterial disease, making conventional revascularisation 
strategies challenging.

Aims/Background
To present a rare case of Takayasu arteritis complicated by acute ST-
elevation myocardial infarction (STEMI) due to diffuse multivessel 
coronary artery disease, where both percutaneous coronary 
intervention (PCI) and coronary artery bypass grafting (CABG) were 
unsuccessful.

Method
We report the clinical course of a woman in her early fifties with a 
known history of Takayasu arteritis diagnosed in the Rheumatology 
Unit at Mater Misericordiae University Hospital. The patient 
presented to the Emergency Department at Mullingar with acute 
chest pain and ECG findings consistent with STEMI. She was 
admitted to the Step-Down Unit (SDU) while awaiting urgent 
cardiology intervention.

Results
The patient underwent urgent coronary angiography with attempted 
PCI, which demonstrated severe diffuse multivessel coronary artery 
disease. Due to the diffuse nature of the lesions and poor target 
vessels, PCI was unsuccessful.
The patient was subsequently referred to St James’s Hospital 
for coronary artery bypass grafting (CABG). However, surgical 
revascularisation was also unsuccessful because of the extensive 
diffuse coronary involvement associated with the underlying 
vasculitic disease.

Conclusions
Coronary artery involvement in Takayasu arteritis is rare but may 
result in severe multivessel coronary disease and acute myocardial 
infarction. Diffuse vasculitic coronary pathology can significantly 
limit the success of both percutaneous and surgical revascularisation. 
Early recognition and multidisciplinary collaboration between 
cardiology, rheumatology and cardiothoracic surgery are essential in 
managing these complex cases.
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Introduction
Hepatitis E is a viral liver infection that is usually self-limiting but 
can cause severe complications. While extra-hepatic manifestations 
such as renal failure, severe thrombocytopenia and Guillain-Barre 
syndrome (GBS) are known, literature surrounding Hepatitis E Virus 
(HEV) associated myositis is extremely rare.

Aims/Background
The first documented case of HEV-induced severe myositis in 
the presence of GBS was reported in 2012, where treatment with 
Ribavirin what thought to be a contributing factor to neurological 
and muscle recovery of a liver transplant patient.

Method
This is a case report myositis associated Hepatitis E Virus.

Results
We report the case of a 73-year-old male who presented with bilateral 
proximal lower limb weakness due to myositis in the context of 
abnormal hepatocellular enzymes (Bilirubin 21umol/L ALP 212 U/L 
ALT 524 U/L AST 310 U/L GGT 218 U/L) and positive hepatitis 
E (viral load 41,500 copies/ml). On physical examination there 
was no skin or gastrointestinal findings consistent with connective 
tissue disease. Investigations supporting the diagnosis of myositis 
included an elevated CK 2506 U/L and MRI scan showing diffuse 
bilateral myositis involving all thigh compartments as well as the 
gluteal and iliopsoas muscles. Other investigations included positive 
Mi-2b and negative Mi-2a antibodies, and a CT scan of Chest, 
Abdomen and Pelvis excluding underlying malignancy and lung 
involvement. Muscle histology was non-diagnostic. Treatment with 
prednisolone resulted in initial improvement in muscle strength and 
CK levels however, his liver enzymes continued to rise. Furthermore, 
his treatment was complicated by glucocorticoid induced 
hyperglycaemia. Additional immunosuppression was withheld due 
to active HEV infection, moreover it was thought to be the principal 
driver of his myositis. Following discussion with the hepatology 
team, he was commenced on Ribavirin. We await the longer-term 
clinical outcome in response to 4-6 months anti-viral treatment.

Conclusions
This case highlights a previously reported yet uncommon association 
between acute HEV and myositis. It explores the use of Ribavirin in 
supporting clinical recovery and limiting the use of steroids as well 
as long-term immunosuppressants in the treatment of myositis.
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Introduction
A 19-year-old female with no significant past medical history 
presented with a five-week history of frontal headache and a malar 
rash. She reported constitutional symptoms such as weight loss, 
fevers and lethargy. She also describes her rash having spread to sun-
exposed areas of her skin including her upper back and chest after 
receiving a third dose of the HBV vaccine. She denied any joint pain, 
mucosal ulcers, hair thinning, dry eyes and mouth, or Raynaud’s 
phenomenon. On examination, there were multifocal red-purplish 
firm lesions on her upper back and chest of variable sizes.

Aims/Background
She was referred to Rheumatology with a potential diagnosis of 
Lupus. However, ANA, ANCA, and anti-ENA were negative. Blood 
and urine cultures as well as screening for HIV, HCV, EBV, CMV 
and sexually transmitted diseases were also negative which reduced 
the likelihood of an infectious process. It was noted she had a raised 
LDH of 656.

Method
She went on to get a CT TAP which showed mild splenomegaly 
and small volume para-aortic lymphadenopathy. A blood film was 
ordered which showed atypical lymphocytes seen and some with 
prominent nucleoli. Further flow cytometry did not detect any 
phenotypic abnormality in the peripheral blood sample. She was 
suspected to have a viral syndrome.

Results
A skin biopsy was taken from a lesion at her upper back and 
histology demonstrated features consistent with skin involvement of 
a mature T/NK-cell lymphoma/leukaemia. A bone marrow biopsy 
was performed thereafter which confirmed CD3/CD5/CD7-positive 
T-lymphocytes in keeping with T-cell acute lymphoblastic leukaemia.

Conclusions
There is a broad differential diagnosis for cutaneous lesions 
associated with fevers. The term leukaemia cutis describes the 
cutaneous infiltration with leukaemia cells. Existing literature reports 
leukaemia cutis as the initial presentation of the disease in more than 
a third of patients. Physicians can be prone to incorrectly diagnosing 
this condition without a biopsy. This 
case hopes to promote awareness for 
the mimics of SLE in context of a 
malar rash as the only sign of a 
malignancy rather than an 
autoimmune disorder.

Figure
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Introduction
Dermatitis artefacta is an uncommon factitious disorder where 
patients deliberately and consciously self-inflict skin wounds, often 
to satisfy an unconscious emotional need.

Aims/Background
We present the case of a 62-year-old man, ultimately diagnosed with 
dermatitis artefacta following multiple presentations with recurrent 
lower limb ulcers.

Method
Our patient was known to Rheumatology with a historical diagnosis 
of SLE based on a constellation of polyarthralgia, pleuritis, mild 
lymphocytopenia and positive ANA, dsDNA and anti-centromere. 
However, in the time he was known to the department he never had 
any features of an active CTD.
He had a complex past medical history to include RTA in childhood 
with head and intra-abdominal trauma, requiring splenectomy 
and prolonged hospitalisation. In addition he had been treated for 
a perianal abscess, left hydronephrosis with pyeloplasty and had a 
suprapubic catheter and a foot drop secondary to a L5 radiculopathy
Initial admissions were under the surgical service for intravenous 
antibiotics. Dermatology and Rheumatology were ultimately 
consulted and skin biopsy identified an acute and chronic lymphocytic 
infiltrate with fibrinoid necrosis. Immunofluorescence was negative. 
Discussion at the Dermatology MDT favoured a cutaneous vasculitis 
secondary to his presumed SLE. He was started on Prednisolone and 
Azathioprine with minimal effect.
Lower limb compression bandages were applied resulting in 
significant improvement in the occluded ulcers but new upper limb 
lesions started to appear. Occlusive dressings were applied to the 
upper limb ulcerated areas with effect but new lesions continued to 
appear on exposed skin at which point the diagnosis of dermatitis 
artefacta was suspected.

Results
The diagnosis was ultimately confirmed following sensitive 
discussion with the patient and his wife.
On last review he had no active ulceration. However, his course was 
complicated by two episodes of bone marrow suppression due to 
continued self administration of discontinued Azathioprine.

Conclusions
Dermatitis artefacta is an uncommon cutaneous vasculitis mimic 
but should be considered in those with bizarre or geometric lesions 
which are often sharply demarcated with an unusual pattern, in easily 
accessible sites often with slow or inconsistent healing and which 
improve dramatically with occlusion and supervision.

Figure
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Introduction
We report the case of a middle-aged male presenting with left knee 
pain and swelling, progressive lower limb skin thickening, induration, 
pigmentation changes, and truncal skin involvement. symptoms 
continue to progress over 7 months periods with involvement of 
ankle, wrist joint and lower back pain. His past medical history was 
nil significant, in family history he reports Feltys syndrome and 
inclusion body myositis in first degree aunt and uncle. He works 
as welder. Laboratory evaluation revealed peripheral eosinophilia, 
Hypergamaglobulinemia, and weakly positive PM-Scl-100 
antibodies. MRI demonstrated fascial thickening with subcutaneous 
edema and fluid tracking along fascial planes, as well as a moderate 
knee effusion. Muscle biopsy confirmed eosinophilic fasciitis 
without myositis. He was treated with high-dose prednisolone, 
methotrexate as a steroid-sparing agent, and adjunctive bone and 
infection prophylaxis, with marked clinical improvement at follow-
up.

Aims/Background
Eosinophilic fasciitis (Shulman’s disease) is a rare connective tissue 
disorder characterized by inflammation and fibrosis of the fascia, 
leading to skin induration, tightening, and functional impairment. It 
was first described in 1974, but remains underdiagnosed due to its 
overlap with scleroderma-spectrum disorders.

Method
Diagnosis relies on deep incisional biopsy including fascia, which 
demonstrates fascial thickening with inflammatory infiltrates (often 
lymphocytes, plasma cells, and eosinophils) and later fibrosis. MRI 
increasingly supports diagnosis and monitoring by demonstrating 
fascial thickening and T2 hyperintensity.

Results
If left untreated less than 20% of patients can report spontaneous over 
2-5 years of duration; while treatment include physical therapy along 
with immunomodulatory medication. First-line therapy remains 
systemic corticosteroids, which induce remission in a majority of 
patients. Combination therapy with methotrexate or mycophenolate 
mofetil improves outcomes and reduces relapse risk. For refractory 
cases, biologics such as tocilizumab and rituximab have shown 
benefit in recent reports.

Conclusions
This case highlights the diagnostic challenge of eosinophilic fasciitis 
in the presence of overlap autoantibodies and MRI features suggestive 
of myositis. Careful clinicopathological correlation was critical to 
exclude scleroderma spectrum disorder and idiopathic inflammatory 
myopathies. Early immunosuppressive therapy resulted in significant 
clinical improvement.
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Introduction
A 31y/o Brazilian female presented to a peripheral hospital with 
abdominal pain and vomiting. Two months prior experienced 
polyarthralgias, mainly in her hands, requiring daily NSAIDs for 
pain. She also described a photosensitive malar rash on her forehead 
and 10kg weight loss.

36



3737

Aims/Background
On admission Hb 9.8, platelets 56, LDH raised. Blood film 
showed real thrombocytopenia with reactive lymphoplasmacytic 
lymphocytes and occasional spherocytes. No blast cells seen. 
Direct Coombs test positive. ADAMST13 was <1%. Diagnosis of 
Thrombotic Thrombocytopenic Purpura (TTP) was made. Given IV 
Methylprednisolone and transferred to ICU in a tertiary centre for 
Plasma Exchange (PLEX) and TTP management.

Method
She received 11 rounds of PLEX and 11 doses of IV 
methylprednisolone in the HDU, then switched to tapering dose 
of oral prednisolone. She received x3 rounds 375mg of weekly 
rituximab as an inpatient. Following PLEX completion her platelets 
began to drop again, despite ADAMTS13 now being normal.
Full autoimmune panel showed positive ANA, speckled pattern, 
1:1280 titre. ENA positive for anti-smith, anti-RNP and weak 
positive Anti-Ro antibody.

Results
Given polyarthralgia, photosensitive malar rash and weight loss, 
along with thrombocytopaenia and positive antibodies, combined 
EULAR/ACR criteria score for SLE was 32, conferring a diagnosis 
of Systemic Lupus Erythematosus, possibly causing severe 
haematological manifestation of TTP.
Hydroxychloroquine was commenced. Platelets returned to normal 
after 1 month. The patient likely had concurrent diagnoses of ITP and 
TTP secondary to SLE.
Her condition stabilised and she discharged home on 
hydroxychloroquine with tapering prednisolone. 4th round of 
weekly rituximab planned as an outpatient and for follow-up with 
Rheumatology in clinic.

Conclusions
There are only a few case reports of SLE and TTP presenting 
simultaneously. TTP is exceptionally rare in SLE patients with an 
incidence of <0.5%. A systematic literature review suggests that SLE 
and TTP can co-exist, with 51 articles identified reporting 87 patients 
diagnosed with both TTP and SLE. Loss of activity of ADAMTS-13 
is the major cause of TTP pathogenesis. The autoantibodies in SLE 
patients can cause endothelial damage and aberrant fibrinolysis, 
inciting the development of TTP. Concomitant diagnoses of TTP, 
ITP and SLE is extremely rare, having only been described once 
previously on review of the literature.

Figure

 

Figure
 

26S122

Beyond Infection: The Great Mimic of 
Necrotizing Pneumonia – A Case of 
Granulomatosis with Polyangiitis
Author(s)
Dr Hazheem Syazwan Hussin, Dr Nurfasiha Abd Latiff, Dr Senan 
Glynn

Department(s)/Institutions
General Internal Medicine, Midlands Regional Hospital Mullingar

Introduction
Granulomatosis with polyangiitis (GPA) is an ANCA-associated 
small vessel vasculitis that may present with non-specific 
constitutional and respiratory symptoms. Pulmonary involvement 
can mimic infection or malignancy, leading to diagnostic delay. 
When pulmonary nodules and systemic symptoms fail to respond to 
antibiotics, the differential diagnosis must expand beyond infection 
and malignancy. Granulomatosis with polyangiitis (GPA) is a prime 
offender in this clinical scenario, often hiding in plain sight due to 
its ability to masquerade as typical community-acquired pneumonia.

Aims/Background
To highlight a case of GPA initially managed as recurrent pneumonia 
with necrotic lung lesions, emphasising the importance of considering 
vasculitis in patients with persistent inflammatory markers and 
atypical radiological findings.

Method
We present a case of a 64-year-old female who has recurrent 
admission to Regional Hospital Mullingar with cough, dyspnea, 
and significant constitutional symptoms. Imaging demonstrated 
multiple necrotic lung opacities, and elevated inflammatory markers 
initially steered management toward recurrent pneumonia. However, 
the patient’s failure to improve with standard antimicrobial therapy 
prompted a diagnostic reassessment.

Results
A 64-year-old woman with a significant smoking history (40 pack-
years) presented with few months of cough and shortness of breath, 
2–3 weeks of lethargy, reduced appetite, and 6 kg weight loss. 
Inflammatory markers were markedly elevated (WCC 11, CRP 177). 
CT thorax demonstrated multiple necrotic-appearing pulmonary 
opacities, raising concerns for infection or malignancy.
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She was treated empirically with intravenous antibiotics for presumed 
pneumonia, however she was readmitted due to unresolving 
symptoms. Following a negative bronchoscopy and infectious 
workup, autoimmune serology unveiled a positive c-ANCA and 
PR3, confirming GPA. She was referred to Rheumatology and was 
successfully treated with corticosteroids and rituximab, leading to 
radiological and clinical improvement. This case is particularly 
instructive as the patient’s significant smoking history initially 
biased the differential toward malignancy, illustrating how common 
risk factors can obscure atypical autoimmune presentations.

Conclusions
This case serves as a crucial reminder that GPA can perfectly replicate 
the clinical and radiological picture of necrotizing pneumonia. We 
propose that unexplained, antibiotic-resistant lung lesions should 
trigger an immediate search for vasculitis, regardless of the patient’s 
age or smoking history, to prevent irreversible organ damage and 
ensure timely, life-saving immunosuppressive therapy.

Figure
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Introduction
We present a case of a 37-year-old female referred with chronic 
muscular pain and assessment of fibromyalgia. Following a careful 
history, examination and investigations the patient was diagnosed 
with a very rare form of hereditary myopathy. This case is reported to 
highlight the importance of avoiding anchoring bias and premature 
closure in the investigation of fibromyalgia and chronic pain.

Aims/Background
Fibromyalgia Syndrome (FMS) is a chronic centralised pain 
syndrome, characterised by widespread musculoskeletal pain, 
fatigue, sleep disturbance and cognitive dysfunction affecting 
approximately 2-8% of the population. The pathophysiology is 
thought to involve central sensitization with altered nociceptive 

processing, though inflammatory, immune and endocrine factors. 
Diagnostic criteria have evolved over the years. Recognised 
diagnostic pitfalls include overlooking common (rheumatological) 
mimics and misclassification of regional pain syndromes. We present 
the case of a patient with a long-standing history of chronic pain who 
was referred to rheumatology and ultimately was shown to have a 
inherited muscular dystrophy.

Method
She presented with a history of pain affecting the shoulders including 
the arms the legs and the chest and met the clinical diagnostic criteria 
for FMS. Review of previous investigations demonstrated mildly 
elevated CK at 359. This prompted further assessment below.

Results
Results: MRI Sept 24- Conclusion - Diffuse muscular oedema within 
the medial gastrocnemius muscles bilaterally more prominent on the 
left. Myofascial oedema also involves lateral gastroc and soleus. 
Appearances could be in keeping with a myositis. Degree of fatty 
infiltration within the muscles generally which is most prominent 
within the anterior tibial bilaterally.
Biopsy results October 2024- Myopathy with vacuoles, in keeping 
with Limb girdle muscular dystrophy
HMG COA Negative , Anti-PL7 Ab positive , anti-Ej Ab mildly 
elevated
CK :334
Genetic Testing : COL6A1 Heterozygous
Diagnosis: Inherited Muscular dystrophy

Conclusions
This case presents some of the challenges presented with patients 
who present with FMS. On initial presentation she met the diagnostic 
criteria for FMS; it is important to consider FMS can present as a 
primary or secondary phenomenon and to guard against anchoring 
bias in medicine.
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Introduction
Inflammatory spondyloarthropathies are immune-mediated disorders 
that primarily affect the axial skeleton and peripheral joints, often 
associated with HLA-B27 positivity. While trauma is commonly 
linked to mechanical joint injury or post-traumatic osteoarthritis, it 
may also act as a trigger for immune-mediated inflammation through 
the Koebner phenomenon. The Koebner phenomenon refers to the 
development of inflammatory lesions at sites of physical trauma, 
traditionally described in dermatological conditions but increasingly 
recognised in rheumatological disorders. Distinguishing trauma-
induced inflammatory arthritis from mechanical or degenerative 
causes is crucial for appropriate management and prevention of long-
term disability.
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Aims/Background
Highlight trauma as a potential precipitating factor for inflammatory 
spondyloarthropathy.
Emphasise the role of the Koebner phenomenon in triggering 
immune-mediated synovial inflammation.
Demonstrate the importance of early recognition and targeted 
treatment to prevent misdiagnosis and joint damage.

Method
A 56-year-old male presented with lower back pain, left hip pain, and 
swelling of the left second toe three weeks after sustaining trauma to 
the left hip.
Clinical evaluation included:
Physical examination revealing tenderness, warmth, swelling over 
the left hip, restricted motion, and second toe dactylitis.
Laboratory investigations showing elevated C-reactive protein 
(CRP) and erythrocyte sedimentation rate (ESR).
Synovial fluid analysis to exclude infection and crystal arthropathy.
MRI of the left hip demonstrating capsular thickening of the posterior 
sacroiliac capsule and oedema in the adjacent left piriformis muscle.
HLA-B27 testing, which returned positive.
Therapeutic intervention included a trial of corticosteroids, followed 
by initiation of infliximab after appropriate pre-biological screening.

Results
The patient showed marked clinical improvement following 
corticosteroid therapy, with restoration of ambulation and 
normalisation of inflammatory markers.
Subsequent treatment with infliximab led to sustained remission. 
The patient remains under follow-up in the outpatient rheumatology 
clinic and continues scheduled infusions in the day ward.
The temporal relationship between trauma and symptom onset, 
combined with objective evidence of inflammation and HLA-B27 
positivity, supported the diagnosis of trauma-induced inflammatory 
arthritis. The Koebner phenomenon was suspected as the underlying 
mechanism.

Conclusions
This case highlights trauma-induced inflammatory 
spondyloarthropathy as a distinct clinical entity separate from post-
traumatic osteoarthritis. The Koebner phenomenon may contribute 
to immune activation and cytokine release following physical injury, 
leading to inflammatory arthritis.
Early recognition, accurate differentiation from mechanical 
pathology, and timely initiation of anti-inflammatory and biologic 
therapy are essential to control disease activity, restore function, 
and prevent long-term joint damage. Further research is warranted 
to better understand the pathophysiology and optimise management 
strategies.
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Introduction
Systemic juvenile idiopathic arthritis-associated lung disease (sJIA-
LD) is an increasingly recognised and potentially fatal complication, 
encompassing pulmonary alveolar proteinosis, interstitial lung 
disease, and lipoid pneumonia. Mortality rates range from 37% to 
68% in affected cohorts. Risk factors include prolonged disease 
duration, younger onset age, and macrophage activation syndrome 
(MAS) history, though sJIA-LD may emerge without prior MAS. 
Early recognition remains challenging as respiratory symptoms often 
appear late. This case highlights the insidious development of sJIA-
LD in a patient with quiescent systemic features.

Aims/Background
A female patient diagnosed with sJIA at age three, fulfilling ILAR 
criteria with polyarthritis, quotidian fevers, and rash, developed 
progressive lung disease. Her early course required sequential 
biologics including methotrexate, tocilizumab, anakinra, etanercept, 
and adalimumab, alongside corticosteroids. Systemic features 
became quiescent; she never experienced clinical MAS. Ruxolitinib 
commenced in 2021 for refractory arthritis. Family history included 
paternal pulmonary sarcoidosis.
At age ten, routine chest radiograph revealed bilateral nodular 
opacities in an asymptomatic patient. HRCT demonstrated 
innumerable centrilobular nodules bilaterally. Bronchoscopy with 
BAL excluded infection. Surgical lung biopsy revealed pulmonary 
alveolar proteinosis with lipoid pneumonia features, without 
significant pulmonary vascular remodelling. Genetic testing 
identified no pathogenic variants. Interferon signature assays 
showed suppressed Type I and II interferon-stimulated genes with 
mildly elevated IL-18 (828 pg/mL), suggesting macrophage-driven 
pathophysiology. 

Method
Case Report

Results
Initial management continued ruxolitinib and adalimumab. By 
autumn 2025, progressive cough, exertional dyspnoea, and weight 
loss developed. Oxygen saturations were mid-80s at rest, dropping to 
40s on exertion. Repeat HRCT confirmed extensive bilateral ground-
glass progression. She received pulsed methylprednisolone with oral 
taper; adalimumab was discontinued following multidisciplinary 
consultation. Given refractory disease despite IL-1, IL-6, TNF, and 
JAK inhibition, HSCT was recommended. Currently, she requires 
supplemental oxygen with declining six-minute walk distance (308m 
to 195m) and awaits HSCT evaluation. Compassionate access of 
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novel anti – IL1/18 (MAS 825 Novartis) was granted and our patient 
has commenced infusions bimonthly in the interim.

Conclusions
sJIA-LD may develop without prior MAS, necessitating surveillance 
imaging consideration and a high index of suspicion. Suppressed 
interferon signatures with elevated IL-18 suggest macrophage-
driven pathophysiology. Refractory sJIA-LD may require HSCT as a 
disease-modifying intervention and/or novel therapeutic agents.
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Introduction
Juvenile systemic sclerosis (jSSc) is a rare condition affecting 
approximately 0.05 per 100,000 children. While Raynaud’s 
phenomenon is a common feature, progression to critical digital 
ischaemia with tissue necrosis is uncommon and potentially 
limb-threatening. Early recognition and prompt multidisciplinary 
intervention are essential to prevent permanent tissue loss and 
functional impairment in this paediatric rheumatological emergency.

Aims/Background
A 12-year-old boy with a background of congenital amniotic band 
syndrome affecting the left hand and leg presented with acute 
digital ischaemia of the right index and middle fingertips, preceded 
by a three-month history of progressive pain and colour changes. 
Examination revealed ulceration and superficial necrosis of the right 
2nd and 3rd fingertips with restricted extension, swelling, cool digits 
with reduced capillary refill, and facial erythema.
Laboratory investigations demonstrated positive anti-centromere 
antibodies (>240 U/ml), anti-Ku antibodies, ANA 1:160 in centromere 
pattern, P-ANCA (MPO/PR3 negative), positive lupus anticoagulant, 
and elevated ESR (61mm/hr). SCL-70 and ENA were negative. Skin 
biopsy revealed dermal mucinosis, microangiopathic vascular injury, 
and early collagen changes compatible with systemic sclerosis. The 
serological profile suggested limited cutaneous systemic sclerosis 
with features of possible overlap connective tissue disease.
Multisystem assessment including echocardiography, high-resolution 
CT, and pulmonary function tests showed no evidence of interstitial 
lung disease or pulmonary hypertension. CT angiogram excluded 
systemic vasculitis. MRI spine incidentally detected a small thoracic 
syrinx.

Method
casereport

Results
The patient was urgently transferred to paediatric intensive care and 
commenced on intravenous epoprostenol, prophylactic tinzaparin, 
nifedipine, topical GTN patches, and aspirin. Immunomodulatory 
treatment included intravenous methylprednisolone followed by 

oral prednisolone, with rituximab initiated given the severity of 
vascular involvement. Occupational therapy provided position-of-
safe-immobilisation splinting and targeted exercises from day one. 
Following three weeks of hospitalisation, significant improvement 
in digital perfusion was observed. Sildenafil was added at follow-up. 
At three months, the patient had returned to school with improved 
digital perfusion and function.

Conclusions
Digital ischaemia in jSSc represents a rheumatological emergency 
requiring immediate multimodal intervention combining vasodilatory 
therapies with immunomodulation. Comprehensive autoantibody 
profiling aids diagnosis in atypical paediatric presentations. Early 
multidisciplinary management integrating pharmacological treatment 
with rehabilitation strategies is crucial for limb preservation and 
functional recovery.
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Introduction
Ibrutinib is a Bruton tyrosine kinase inhibitor widely used in the 
treatment of chronic lymphocytic leukemia (CLL). While it has been 
associated with a number of off target effects, cutaneous vasculitis 
has rarely been reported. We present the case of an 85-year-old man 
with refractory lower limb ulcers secondary to a medium vessel 
vasculitis due to Ibrutinib ultimately responding to withdrawal of 
Ibrutinib and introduction of azathioprine and glucocorticoids.

Aims/Background
Our patient had longstanding CLL and was treated with Rituximab/
Bendramustine induction followed by Ibrutinib. His past medical 
history was significant for SCCs on his right ear and right forearm 
and atrial fibrillation on a DOAC. Otherwise, he was active and fully 
independent in ADLs.

Method
In 2024 he developed lower limb ulcers. He had multiple presentations 
to his GP and ED, treated with antibiotics and topical steroid on 
several occasions with any improvements short lived
The lesions became very painful and had a huge impact on his quality 
of life.
He was seen by Dermatology. Skin biopsy was performed and was 
consistent with a medium vessel vasculitis. He was referred to 
Rheumatology to rule out systemic involvement.
He had no features of a systemic vasculitis and a diagnosis of 
ibrutinib induced isolated cutaneous vasculitis was made.

Results
He was started on Prednisolone 40mg once daily, with slow 
improvement in his ulcers. Colchicine and Hydroxychloroquine 
were added with some but, ultimately insufficient benefit and were 
stopped and replaced by Azathioprine which did halt the emergence 
of new ulcers. The existing ulcers improved but did not fully heal. 
Compression dressings were reapplied.
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Haematology were reluctant to hold Ibrutinib but eventually agreed 
at the patients request.
Ultimately there was an excellent response with complete resolution 
of the ulcers.

Conclusions
Tyrosine kinase inhibitors have revolutionised the treatment of 
several cancers turning once fatal conditions into chronic diseases. 
Rheumatological off target effects are common and range from MSK 
pain to systemic autoimmune like conditions. Cutaneous vasculitis 
however, is rare. Treatment involves standard immunosuppression 
and drug withdrawal.
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Introduction
Hereditary mucoepithelial dysplasia (HMD) is a rare autosomal 
dominant epithelial disorder associated with SREBF1 variants 
affecting keratin regulation and lipid homeostasis. Rheumatoid 
arthritis (RA) is a chronic autoimmune inflammatory arthritis 
characterised by immune-mediated synovitis and progressive joint 
damage. Emerging evidence highlights overlap between SREBP-
mediated inflammatory pathways and keratin-related autoimmunity. 
We describe, to our knowledge, the first reported coexistence of 
HMD and RA.

Aims/Background
To present a novel case of HMD with RA and consider potential 
shared pathogenic mechanisms. HMD typically presents with 

mucocutaneous inflammation, alopecia, keratosis pilaris and 
ocular involvement. RA is characterised by synovitis, autoantibody 
production and erosive joint disease. Both conditions may involve 
dysregulated inflammatory amplification pathways, providing a 
biologically plausible intersection.

Method
Comprehensive clinical assessment was undertaken including 
detailed musculoskeletal examination. Serological testing included 
rheumatoid factor, anti-CCP antibodies and inflammatory markers. 
Radiographs of the hands and feet were performed. Longitudinal 
outpatient follow-up was conducted. A focused literature review 
explored mechanistic links.

Results
A 38-year-old woman with established HMD presented with 
a 12-month history of inflammatory polyarthritis, prolonged 
early morning stiffness and progressive deformity. Examination 
demonstrated bilateral ulnar deviation and metacarpophalangeal 
joint swelling (Image 1). Bloods showed a neutrophilia, anti-
CCP positivity with negative rheumatoid factor and ANA. Hand 
radiographs showed severe erosive disease (Image 2). Treatment 
included corticosteroids, methotrexate and hydroxychloroquine, 
with escalation to adalimumab for persistent disease activity, 
achieving partial clinical response. Neuroimaging performed 
for concurrent neurological symptoms demonstrated ventricular 
dilatation, syringomyelia, Chiari malformation and severe cervical 
canal stenosis, currently under investigation.

Conclusions
This represents, to our knowledge, the first documented coexistence 
of HMD and RA. Shared mechanisms involving SREBP-mediated 
inflammatory signalling and keratin autoantigenicity may provide 
a plausible biological link. This case raises the possibility of 
mechanistic convergence between epithelial dysregulation and 
autoimmune synovitis. Further translational research is required to 
clarify genetic and immunometabolic intersections and to inform 
management of complex RA phenotypes.

Figure
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Introduction
A 61-year-old female presented with progressive blue discolouration 
of fingers bilaterally, reduced pulsation, and impaired capillary 
refill, suggesting possible vasculitis or arterial disease. Initial 
comprehensive imaging excluded arterial occlusion, stenosis, and 
malignancy. By three months, she developed acute polyarthritis 
affecting hands, feet, knees, and temporomandibular joint with 
significantly elevated inflammatory markers (ESR and CRP), but 
negative serology including rheumatoid factor, anti-CCP, ANCA, 
and ANA. At six months, she presented with acute headache and jaw 
claudication suggestive of temporal arteritis. Vascular ultrasound 
examination excluded giant cell arteritis despite this classic clinical 
presentation.

Aims/Background
his case demonstrates atypical seronegative polyarthritis with 
concurrent vasculitic features and systemic inflammation. The 
aims are to describe the disease evolution from peripheral vascular 
symptoms to polyarticular involvement and highlight the diagnostic 
challenges when classic serologic markers are absent. Seronegative 
arthropathies can present with significant vasculitic manifestations 
that initially dominate the clinical picture.

Method
Retrospective clinical review of comprehensive medical records 
spanning six months. Data collected included CT angiography of 
upper limbs, CT-TAP, PET-CT imaging, vascular ultrasound studies, 
inflammatory markers (ESR/CRP), comprehensive serology panel, 
and detailed documentation of response to immunosuppressive 
therapy including corticosteroids, methotrexate, and Tocilizumab.

Results
Initial investigations revealed no evidence of primary vasculitis 
or malignancy. Serology remained persistently negative despite 
significant systemic inflammation and elevated markers. Temporal 
artery ultrasound showed patent vessels with atheromous changes 
but no features of giant cell arteritis. The patient was started on high-
dose corticosteroids and methotrexate. Subsequently, Tocilizumab 
(IL-6 receptor antagonist) was initiated and the patient responded 
excellently to this multimodal therapy. At six-month follow-up, 
C-reactive protein normalized to <1, and complete clinical remission 
was achieved with pain resolution and minimal joint swelling.

Conclusions
Seronegative polyarthritis can present with prominent vasculitic 
features and significant systemic manifestations. Negative 
autoantibodies do not exclude serious systemic inflammatory 
disease requiring comprehensive treatment. Vascular symptoms 
may be secondary to rheumatologic conditions rather than primary 
vasculitis. Biologic therapies such as tocilizumab (IL-6 inhibitor) 
provide excellent disease control when conventional therapies are 
inadequate. Excellent response to multimodal immunosuppressive 
therapy confirms diagnostic accuracy. Clinical judgment synthesizing 
all available data is essential when managing atypical multisystem 
inflammatory presentations.
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Introduction
Hypertrophic Pulmonary Osteoarthropathy Mimicking Rheumatoid 
Arthritis: An Unusual Presentation of Non–Small Cell Lung Cancer

Aims/Background
To describe HPOA as the presenting manifestation of non–small cell 
lung cancer (NSCLC) and highlight associated diagnostic challenges.

Method
Retrospective review of clinical, serological, and radiological data.

Results
A 66-year-old female smoker presented with progressive swelling 
and pain involving the bilateral hands, wrists, knees, and feet for 
five months, resulting in functional decline. She reported no systemic 
symptoms apart from intermittent cough. Examination revealed 
digital clubbing and joint effusions in the knees and ankles. CRP was 
90 mg/L and ESR 69 mm/hr.
Autoimmune testing showed rheumatoid factor negative, anti-CCP 
negative, ANA positive at 1:200, and ENA negative, findings not 
supportive of rheumatoid arthritis.
Hand radiographs demonstrated mixed erosive and degenerative 
arthropathy with DIP joint erosions, joint space loss, and 
osteophytosis; overall osteoarthritic changes predominated. 
Prednisolone and hydroxychloroquine provided limited benefit.
Chest X-ray performed as part of routine evaluation identified a 
large soft tissue mass centered in the lingula of the left upper lobe. 
CT thorax confirmed the mass. CT abdomen and pelvis suggested 
indeterminate adrenal and hepatic lesions. Whole-body bone scan 
showed no skeletal metastases but demonstrated increased periosteal 
uptake in the distal extremities, highly suggestive of HPOA. MRI 
liver excluded metastatic disease.
Bronchoscopy revealed non–small cell carcinoma favouring 
adenocarcinoma (TTF-1 negative, p40 negative). PET-CT 
demonstrated a 7.7 cm FDG-avid lingular mass (SUV 14.4) without 
nodal or distant metastases. CT brain was negative. Clinical 
staging was cT4N0M0 (Stage IIIA). The tumor was adherent to 
the pericardium but with a preserved fat plane, suggesting potential 
resectability.
Following MDT discussion, she commenced neoadjuvant 
carboplatin, pemetrexed, and nivolumab.

Conclusions
This case illustrates severe HPOA mimicking inflammatory 
arthritis. It highlights the importance of thorough history-taking and 
consideration of paraneoplastic syndromes in atypical rheumatologic 
presentations.



44

Figure

 
Figure
 

26S131

Navigating Diagnostic Ambiguity in Recurrent 
Idiopathic Pericarditis: From Isolated ANA 
Positivity to Immunomodulatory Escalation
Author(s)
Nada Elsheikh¹ and Dr Alwin Sebastian¹,²

Department(s)/Institutions
¹ Rheumatology Department, University Hospital Limerick ² 
University of Limerick

Introduction
Recurrent idiopathic pericarditis (RIP) is an uncommon inflammatory 
disorder characterised by recurrent pericardial inflammation separated 
by symptom-free intervals. Although traditionally labelled idiopathic, 
emerging evidence supports an autoinflammatory mechanism in a 
subset of patients¹. Recurrent disease is associated with substantial 
morbidity, impaired quality of life, and corticosteroid dependence. 
Diagnostic uncertainty frequently arises when inflammatory markers 
are markedly elevated, mimicking infection or systemic autoimmune 
disease. Early recognition and appropriate escalation of therapy are 
essential to prevent complications².

Aims/Background
To highlight the diagnostic challenges of RIP in the presence of 
a high inflammatory burden and isolated ANA positivity, and to 
emphasise the importance of timely therapeutic escalation to steroid-
sparing immunomodulation in refractory disease.

Method
We report the clinical course, investigations, management, and 
outcomes of a 47-year-old woman presenting with recurrent 
chest and epigastric pain over 15 months, requiring multiple 
hospital admissions. Serial laboratory, imaging, and autoimmune 
investigations were reviewed.

Results
During acute flares, C-reactive protein levels exceeded 200 mg/L. 
Echocardiography (Image 1) and thoracic CT confirmed recurrent 
moderate-to-large pericardial effusion without tamponade. Initial 
concern for septic pericarditis led to empiric antibiotic therapy. 
Autoimmune screening demonstrated isolated antinuclear antibody 
(ANA) positivity with a negative extractable nuclear antigen panel. 
Transient liver enzyme elevations occurred during inflammatory 
episodes. Extensive infectious, hepatobiliary, and connective tissue 
disease workup was negative.

A diagnosis of RIP was established based on recurrent pericarditis 
with exclusion of secondary causes. Initial management with 
colchicine and short courses of corticosteroids resulted in partial 
response but recurrent relapses and steroid dependence. Escalation 
to methotrexate as a steroid-sparing agent led to sustained clinical 
improvement, marked reduction in inflammatory markers, and 
interval reduction in pericardial effusion on follow-up imaging.

Conclusions
This case underscores the diagnostic complexity of RIP when 
pronounced systemic inflammation mimics infection or autoimmune 
disease. Isolated ANA positivity may be non-specific and should be 
interpreted cautiously. Early recognition of refractory disease and 
timely escalation to steroid-sparing immunomodulatory therapy 
are crucial to achieving sustained remission and minimising 
corticosteroid-related morbidity.
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Introduction
Osteomyelitis is an acute or chronic infection of bone and surrounding 
structures which are secondary due to pyogenic organism infections. 
Gout, an inflammatory arthritis due to monosodium urate crystal 
deposition in joints and surrounding periarticular spaces, has a 
prevalence on 1%-4% worldwide with an incidence of 0.1% - 0.3%.

Aims/Background
We would like to emphasize the atypical presentation of atraumatic 
back pain due to osteomyelitis with no obvious source of primary 
infection in conjunction with gout flare. Illuminating the importance 
of clinical correlation with special investigations to diagnose and 
treat cases where there are dual pathology present.
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Method
48y/o male presented with 3-day history with atraumatic back pain. 
He declines any stigmata of infections prior to his symptoms. Past 
medical history includes gout and previous bilateral hip arthroplasty. 
On exam he had tenderness along his lumber spine with no visible 
deformity, bilateral reduced hip flexion due to pain and mild back 
pain on hip extension.
X-ray bilateral hips showed nil acute abnormalities. MRI lumber 
spine, pelvis and sacroiliac joints illustrated bilateral asymmetrical 
sacroiliitis. Oedema and fluid surrounding the left pedicle and 
transverse process of T12, L4-5 facets joints with associated 
enhancement reflecting osteomyelitis.
CRP was 356 reduced to 149 after 3 days of tazocin and diclofenac. 
On day 4 of admission, he was initiated on colchicine. CRP thereafter 
was continuously down trending. Uric acid on admission was 488, 
previously 619 in 2024.

Results
A combined decision with infectious disease, rheumatology and 
radiology concluded that he has osteomyelitis from an unclear source 
with an underlying gout flare. He regained his mobility and on day 18 
of admission he was mobilising independently. He was discharged to 
complete 6 weeks of tazocin and colchicine.

Conclusions
The presence of osteomyelitis with no primary source of infection 
promotes the possibility that gout sacroiliitis is overlooked. Initiating 
treatment for osteomyelitis was the priority but concurrent treatment 
of his gout flare assisted in biochemical and clinical improvement. 
Limitations of the case which may have assisted with diagnosis 
and management in dual pathology include dual-energy computed 
tomography scan, bone biopsy, ESR and HLA B27.
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Introduction
Remitting Seronegative Symmetrical Synovitis with Pitting Oedema 
(RS3PE) is a rare inflammatory arthropathy first described in 1985, 
characterised by acute onset symmetrical synovitis, marked pitting 
oedema of the dorsum of the hands, seronegativity for rheumatoid 
factor, and a dramatic response to corticosteroids. Although typically 
seen in individuals over 50 years of age, RS3PE has been increasingly 
recognised as a potential paraneoplastic phenomenon. While 
solid organ malignancies account for the majority of malignancy-
associated cases, haematological associations remain uncommon.

Aims/Background
This case aims to highlight the diagnostic and therapeutic 
considerations of RS3PE occurring in the context of active 
haematological malignancy, specifically Acute Myeloid Leukaemia 
(AML). The report underscores the importance of recognising 
RS3PE as a potential paraneoplastic syndrome and differentiating 
it from other inflammatory arthropathies in immunocompromised 
patients.

Method
Clinical records of a male patient in his 60s with AML referred 
for worsening polyarthralgia and hand swelling were reviewed. 
Laboratory investigations, autoimmune screening, MRI findings, 
treatment, and follow-up outcomes were analysed.

Results
The patient presented with a five-year history of polyarthralgia, with 
acute worsening characterised by symmetrical synovitis involving 
the proximal interphalangeal joints, bilateral pitting oedema of the 
dorsum of the hands, and elevated inflammatory markers (CRP 9, 
ESR 54). Rheumatoid factor and anti-CCP antibodies were negative. 
Comprehensive autoimmune screening was unremarkable.
MRI demonstrated non-specific changes consistent with low-grade 
extensor tenosynovitis. Non-inflammatory causes of oedema were 
excluded clinically and biochemically.
A diagnosis of RS3PE was made based on:
• Acute symmetrical synovitis
• Characteristic pitting oedema
• Seronegativity
• Elevated inflammatory markers, MRi findings
• Dramatic steroid responsiveness
Oral prednisolone 30 mg daily was initiated with tapering. There 
was marked resolution of oedema and synovitis within two weeks. 
Hydroxychloroquine was introduced as a steroid-sparing agent due 
to underlying pancytopenia precluding methotrexate use.
At four-month follow-up, there was sustained clinical remission with 
improved inflammatory markers and no relapse of symptoms.

Conclusions
This case illustrates RS3PE occurring in association with acute 
myeloid leukaemia, reinforcing its potential role as a paraneoplastic 
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inflammatory syndrome. Recognition of the characteristic clinical 
phenotype is essential to avoid misdiagnosis as seronegative 
rheumatoid arthritis or polymyalgia rheumatica, particularly in 
patients with complex comorbidities.
Early identification and prompt corticosteroid therapy can result 
in rapid symptom resolution. Furthermore, this case emphasises 
the need for malignancy screening in newly diagnosed RS3PE and 
careful therapeutic selection in patients with haematological disease.
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Introduction
LETM is a rare and disabling neurological complication of Sjogren’ 
disease, often occurring in the context of NMOSD. It is defined 
as spinal cord inflammation extending across≥ 3 contiguous 
vertebral segments on MRI. NMOSD in association with SjD, has 
a relapsing course requiring aggressive immunosuppressant therapy 
at the onset of symptoms. Prognosis is poor if not treated with 
immunosuppressant.

Aims/Background
We present an African lady in her fifties with a 10-year history of 
Primary Sjogren disease and 3 months H/O secondary ITP. Presented 
to ED CUH with pain epigastrium, numbness of lower limbs, 
unsteadiness, constipation and urinary retention.

Method
Neurological Exam revealed B/L brisk pectoral reflexes (C5), Rt. 
Hemisensory loss of pinprick and temperature with sensory level 
at T6, Lt. proximal weakness 4/5 and abnormal gait. Laboratory 
results showed bicytopenias (Hb 10.9, platelet count 95,000) & High 
inflammatory markers CRP 130 & S/Ferritin 1684. Infectious work 
up was unrevealing. Autoimmune work up showed strongly positive 
anti SSA & anti U1 RNP antibodies, positive anti SSB, dsDNA 
was 57 & positive anti-aquaporin 4 antibodies (1:1000). CSF exam 
revealed high protein 709, normal glucose and cell count. MRI spine 
revealed enhancement of cervical and upper thoracic cord from C3 to 
T3 consistent with LETM. MRI brain showed insignificant changes. 
Bone marrow biopsy did not reveal evidence of lymphoma. PET 
scan did not show evidence of malignancy.

Results
Methylprednisolone 1 gram was administered for 5 days followed 
by Rituximab 2 gm administered on Day 1 and Day 15. Patient 
refused to take cyclophosphamide and Plaquenil. She is maintained 
on 6 monthly Rituximab. The above regime resulted in complete 
resolution of symptoms and radiological improvement. Patient is 
back to full time work.

Conclusions
High risk of future disabling recurrence in AQU 4+ NMOSD with 
Sjogren’ Disease requiring lifelong immunosuppressant therapy.
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Introduction
Autoimmune fetal atrioventricular block (AVB), caused by anti-
Ro/SSA and anti-La/SSB antibodies, accounts for most cases of 
congenital heart block (CHB). Risk of recurrence is as high as 25% 
after a previously affected pregnancy. We present a case in which 
high dose intravenous immunoglobulin(IvIg) lead to a successful 
pregnancy following a prior fatal outcome.

Aims/Background
A 23-year-old woman with mild SLE (based on rash, arthralgia, 
mouth ulcers and positive anti-Ro/SSA antibodies) presented to 
the maternal medicine clinic 10 weeks pregnant. Her lupus was 
in remission on hydroxychloroquine 400mg with no evidence of 
internal organ involvement.

Method
Fetal wellbeing scan at 14 weeks confirmed a healthy intrauterine 
pregnancy. Sadly at her 19 week scan fetal heart block was detected 
with marked compromise of the fetal ventricles identified 5 days 
later on repeat scan progressing to profound heart block induced fetal 
hydrops . Due to developing mirror syndrome (maternal peripheral 
oedema, proteinuria and transaminitis mirroring fetal hydrops) 
medical termination of pregnancy was offered. Post mortem 
examination revealed extensive fibrosis and calcification of the 
cardiac conducting system with endocardial fibroelastosis.

Results
At subsequent post natal appointment the patient disclosed a positive 
pregnancy test. Given the prior history IvIG at a dose of 2gm/kg 
every 3 weeks was added to HCQ from 11 weeks ’gestation until the 
start of the 3rd trimester. Dexamethasone was deferred. The patient 
tolerated IVIG without complication, her lupus remained clinically 
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stable and she gave birth to a healthy baby boy at term. Postnatal 
assessment confirmed normal cardiac findings with no evidence of 
neonatal lupus rash.

Conclusions
HCQ may reduce the risk of neonatal heart block in Ro +ve pregnancies 
by 50%. Data is limited on additional treatment to prevent recurrence 
in high risk patients with IVIG, dexamethasone, and plasmapheresis 
all reported. Previous trials of IVIG failed to demonstrate efficacy 
however the dose used was 400mg/kg. We report the use of high dose 
IVIG 2gm/kg as an adjunct therapy leading to a successful outcome 
in a high risk Ro +ve pregnancy. Further studies of IVIG in this dose 
are warranted.
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Introduction
ANCA-associated vasculitis(AAV) can present indolently, with 
early features attributed to infection or alternative inflammatory 
diagnoses. Rapidly progressive pulmonary haemorrhage requires 
urgent immunosuppression, yet management becomes challenging 
when haemorrhage and thrombosis coexist.

Aims/Background
To describe a case of AAV presenting with diffuse alveolar 
haemorrhage and deep vein thrombosisand to illustrate how early 
avocopan use facilitated disease stabilisation and accelerated 
glucocorticoid taper.

Results
.A 74-year-old male was admitted with atraumatic left knee 
swelling, raised inflammatory markers and anaemia (Hb 9.1 g/dL). 
Septic arthritis was excluded. Ultrasound confirmed a DVT and 
anticoagulation was commenced. Weeks earlier he had been treated 
for presumed cellulitis, and for one year carried a diagnosis of PMR 
requiring low-dose prednisolone. He reported recurrent mucosal 
ulceration over the preceding 6 months.
During admission he developed worsening anaemia, nailfold 
infarcts, a vasculitic gluteal rash and new systolic murmur. Infective 
endocarditis was suspected and broad-spectrum antibiotics initiated. 
Blood cultures and transoesophageal echocardiography were 
negative. PR3-ANCA returned strongly positive (153). Urinalysis 
demonstrated haematuria and proteinuria. In retrospect, the earlier 
cellulitis represented AAV thrombophlebitis, PMR AAV arthritis 
and mucosal ulceration strawberry gingivitis. His Hb dropped to 
7.1 g/dL. OGD demonstrated blood in the upper oesophagus with 
pangastritis. Anticoagulation was held.
He received intravenous methylprednisolone followed by induction 
with combination cyclophosphamide and rituximab. Within days, 

bilateral alveolar infiltrates developed on CXR in the absence of 
haemoptysis. CT thorax showed multifocal ground-glass change 
consistent with pulmonary haemorrhage. Infection was excluded on 
BAL. Plasma exchange was deferred as oxygen saturations remained 
98%.
Given emerging pulmonary haemorrhage despite immunosuppression 
and the need for rapid disease control to prevent DVT propagation 
and allow anticoagulation to resume, avocopan 30 mg twice daily 
was introduced.
He improved steadily, with stabilisation of haemoglobin and 
improvement in creatinine, uPCR and ANCA titres. Anticoagulation 
was restarted without Hb drop. Prednisolone was tapered to 5 mg 
within three months without relapse and he remains maintained on 
RTX.

Conclusions
This case highlights how PR3-ANCA vasculitis may evolve over 
months before presentation. Early introduction of avacopan for 
DAH allowed disease stabilisation and accelerated glucocorticoid 
reduction. PLEX should be reserved for patients requiring ventilation 
or with O2 sats 85% on room air.

Figure
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Introduction
Immune checkpoint inhibitors (ICIs) have transformed oncologic 
outcomes but are increasingly recognized to trigger immune-
related adverse events affecting multiple organ systems. ICI-
induced myositis is uncommon, heterogeneous, and diagnostically 
challenging, particularly when classical clinical, serological, and 
radiological features are absent. We present a diagnostically complex 
case of pembrolizumab-associated myositis in a patient treated for 
triple negative breast cancer, underscoring clinicobiochemical 
discordance, steroid-masked investigations, and the importance of 
early rheumatology involvement.

Aims/Background
A 56-year-old woman was diagnosed in January 2025 and received 
carboplatin/paclitaxel followed by doxorubicin/cyclophosphamide, 
left mastectomy with reconstruction, and adjuvant pembrolizumab 
from February to September 2025. She re-presented in December 
2025 with a three-month history of progressive proximal weakness, 
myalgia, reduced grip strength, and difficulty climbing stairs and rising 
from the bath. CK was 3000 IU/L. Intravenous methylprednisolone 
was commenced for three days by oncology prior to specialist input, 
followed by oral prednisolone; rheumatology review occurred on 
day six of admission.

Method
Full-body MRI performed while on corticosteroids was normal. 
Extended myositis antibody panel was negative. Cardiac evaluation, 
including echocardiography, troponin, and BNP, was unremarkable. 
At rheumatology assessment on 40 mg prednisolone, CK had 
normalised with minimal residual proximal weakness. During 
tapering to 20 mg, she remained clinically stable while CK rose 
progressively to 1000 IU/L.

Results
Electromyography, undertaken on steroids, demonstrated scant 
distal-predominant fibrillations, positive sharp waves, and small 
motor unit potentials consistent with a mild myopathic process, 
without features typical of necrotizing myopathy.

Conclusions
This case highlights biochemical relapse despite apparent clinical 
remission, and the potential for MRI and EMG to appear subtle or 
falsely reassuring under immunosuppression. Earlier rheumatology 
input prior to corticosteroid initiation may have enabled more 
definitive investigation off steroids, potentially expediting diagnosis 
and reducing ambiguity. The patient is undergoing urgent neurology 
assessment, with muscle biopsy actively being considered to 
secure histopathological confirmation. Pending same , escalation 
to intravenous immunoglobulin (IVIG) and steroid-sparing 
immunomodulatory therapy are planned. Recognition of atypical 
ICI-related myositis and early multidisciplinary collaboration are 
essential in the immunotherapy era to avoid diagnostic delay and 
optimize outcomes.
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Introduction
Systemic lupus erythematosus runs a spectrum of severity and can 
evolve gradually from a seemingly benign disease state to a life-
threatening condition. We present a complex case which illustrates 
this evolution in a case of SLE complicated by HLH with severe 
neuropsychiatric manifestations and diagnostic uncertainty.

Aims/Background
A 30-year-old woman was initially referred to rheumatology at age 
17 with arthralgia and mild neutropenia and was discharged with 
hypermobility syndrome. She was re-referred in 2017 with fatigue, 
persistent neutropenia and evolving autoantibody positivity (ANA 
speckled, anti-Ro, anti-RNP and dsDNA), and was diagnosed with 
UCTD. Over subsequent years she experienced intermittent rashes, 
arthralgia, headaches and mild cytopenias and hydroxychloroquine 
was introduced with symptomatic benefit.
In late 2024 she developed oral ulcers, progressive cytopenias, 
low complement levels and markedly elevated dsDNA (333 IU), 
prompting reclassification as SLE. The patient was intolerant to 
methotrexate and her condition deteriorated despite corticosteroids. 
An indeterminate IGRA lead to some delay in escalating treatment 
further and SLEDAI remained 21 at clinic. Following review with a 
TB specialist and manntoux test, belimumab was commenced in July 
2025. However, as cytopenias worsened haematology evaluation 
was sought.
She was admitted in September 2025 with worsening pancytopenia, 
fever and rising ferritin. She underwent two bone marrow biopsies 
which demonstrated hypocellularity without malignancy, while PET-
CT showed metabolically active lymphadenopathy raising concern 
for lymphoma. Despite treatment with escalating doses of anakinra 
and high dose steroids her clinical condition deteriorated and she 
became encephalopathic. Events culminated with development 
of status epilepticus requiring intubation with ferritin peaking at 
>48,000 µg/L. H-score suggested a >95% probability of HLH. At 
this point, ruxolitinib was introduced which stabilised the patient.

Conclusions
Overall, management included high dose steroids, anakinra, 
ruxolitinib, IV immunoglobulin, ciclosporin and etoposide. 
Extensive investigation to exclude infection was also undertaken. 
Lymph node biopsy later demonstrated necrotising lymphadenitis 
consistent with Kikuchi disease in the context of SLE rather than 
malignancy. She was eventually discharged with close outpatient 
review and remains well on only hydroxychloroquine and weaning 
prednisolone (currently 12.5mg pred/day)
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Introduction
A 47-year-old female originally from Thailand presented to her local 
hospital with headache for 7 days. CT Brain suggested a frontal lobe 
abscess. She was transferred to Beaumont for neurosurgical input 
due to early hydrocephalus. On transfer her GCS was 11/15. MRI 
Brain demonstrated a left frontal extra-axial mass measuring 4cm 
and leptomeningeal enhancement intracranially and throughout the 
entire spinal canal. Initial investigations demonstrated CSF positive 
for Mycobacterium tuberculosis on GeneXpert, confirmed on culture 
at day 21. She was also newlydiagnosed with HIV, with a CD4 count 
of 10 and a viral load >400,000 copies. Standard antitubercular 
therapy was commenced, as well as Dexamethasone. Antiretroviral 
therapy was also initiated. Over the following weeks her CD4 count 
climbed, inflammatory markers reduced and GCS improved to 14/15.
Despite this initial improvement, after 4 weeks she developed 
worsening neurological symptoms with lower limb weakness, 
truncal ataxia and nystagmus. GCS dropped to 12/15. MRI revealed 
worsening vasogenic oedema in the left frontal lobe and significant 
worsening of leptomeningeal enhancement. Rheumatology were 
consulted for possible CNS vasculitis as deterioration was temporally 
related to reduction in dexamethasone. Blood investigations 
including ANCA, serum ACE and IgG4 were negative. Nonetheless, 
increasing steroids lead to clinical improvement.
Given the negative investigations, worsening MRI oedema despite 
improvement in infection markers, and improvement with steroids, 
a diagnosis of TB Meningitis-associated Immune Reconstitution 
Inflammatory Syndrome (IRIS) was made. Further attempts at 
steroid taper failed due to worsening neurological symptoms on 
reduction below 24mg dexamethasone. Given the refractory nature 
of disease and evolving steroid toxicity, the decision was made to 
start Infliximab. She demonstrated significant clinical improvement 
with complete steroid taper within 8 weeks. She was discharged 
to a rehab facility and, on last review, had complete resolution of 
cognitive deficits. Follow-up imaging showed resolution of the CNS 
mass and associated inflammatory changes.

Conclusions
IRIS is a serious inflammatory complication that can occur during TB 
treatment. First line management includes corticosteroids. Evidence 
for effective salvage therapies remains limited. Infliximab may 
be safe and valuable for life-threatening TB-IRIS unresponsive to 
corticosteroids. Further studies are needed to clarify optimal timing, 
dosing and long-term safety.
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Introduction
Longitudinally extensive transverse myelitis (LETM) is a rare but 
severe neuroinflammatory condition characterised by spinal cord 
inflammation spanning three or more vertebral segments. It is most 
commonly associated with autoimmune disorders such as systemic 
lupus erythematosus (SLE) and represents a neurological emergency 
requiring urgent imaging and diagnosis.

Aims/Background
To present the MRI findings and clinical course of SLE-associated 
LETM in a young woman of European ancestry, highlighting the 
radiological features, differential considerations, and long-term 
neurological outcome.

Method
We describe the clinical presentation, imaging findings, laboratory 
results, treatment, and follow-up of a 26-year-old woman with 
known SLE who presented with acute urinary retention, fever, and 
rapidly progressive bilateral lower limb weakness progressing to 
flaccid paraplegia.
MRI of the spine was performed, followed by cerebrospinal fluid 
(CSF) analysis, autoimmune serology, and exclusion of alternative 
diagnoses including neuromyelitis optica spectrum disorder 
(NMOSD), spinal ischaemia, and infection.

Results
Sagittal MRI demonstrated longitudinally extensive intramedullary 
T2 hyperintensity initially extending from T6 to T11, later 
progressing from T2 to the conus medullaris, with patchy post-
contrast enhancement and associated cord oedema. Brain MRI was 
normal.
CSF analysis revealed marked pleocytosis and elevated protein. 
Autoimmune serology confirmed active SLE with positive ANA, 
elevated anti-dsDNA titres, and hypocomplementaemia. Aquaporin-4 
and MOG antibodies were negative.
Despite aggressive immunotherapy including high-dose 
corticosteroids, intravenous immunoglobulin, and rituximab, no 
neurological recovery occurred. At four-year follow-up, the patient 
remained paraplegic with persistent T6 sensory level and neurogenic 
bowel and bladder dysfunction.

Conclusions
SLE-associated LETM is a rare but devastating condition with 
characteristic longitudinal intramedullary MRI abnormalities. Early 
radiological recognition is critical to facilitate prompt immunotherapy 
and exclusion of mimics. However, even with aggressive treatment, 
neurological recovery may be limited. This case underscores the 
prognostic significance of extensive cord involvement and the 
essential role of MRI in diagnosis and follow-up.
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Introduction
Abdominal tuberculosis is a rare but serious manifestation of 
Mycobacterium tuberculosis. It’s nonspecific clinical presentation 
and radiological overlap with peritoneal malignancy may result in 
diagnostic delay. Microbiological confirmation may be challenging, 
requiring a high index of suspicion.

Aims/Background
We report the case of a 44-year-old man with ankylosing spondylitis 
(AS) treated with adalimumab who presented with fever, weight 
loss, night sweats and anorexia. His history included prior latent 
tuberculosis treated with two months of isoniazid.
Initial investigations demonstrated a CRP 103 mg/L with a negative 
initial infectious screen and tumour markers. Despite broad-spectrum 

antibiotics, his symptoms persisted. CT thorax–abdomen–pelvis 
revealed large-volume ascites, peritoneal nodularity, mesenteric 
and para-aortic lymphadenopathy and small bowel thickening, 
concerning for peritoneal carcinomatosis or abdominal tuberculosis.
Quantiferon was positive. However, serial ascitic fluid and sputum 
samples were negative for acid-fast bacilli and culture. Anti-
tuberculous therapy was initially withheld pending confirmation. 
Clinical deterioration prompted empiric rifampicin, isoniazid, 
pyrazinamide and ethambutol therapy.
Two weeks later, the patient developed an acute abdomen. Ct abdomen 
pelvis revealed a terminal ileal perforation with multiple right iliac 
fossa collections (Image 1). This required an emergency laparotomy 
with ileostomy formation. Following prolonged incubation, acid-
fast bacilli were isolated from two ascitic fluid samples, confirming 
peritoneal tuberculosis.
He was transferred to the National Centre for Tuberculosis and 
completed 12 months of anti-tuberculous therapy.
Two months after starting anti-tuberculous therapy, he was 
commenced on secukinumab for his AS. This was held for ileostomy 
reversal (Image 2). The postoperative course was complicated by 
an anastomotic leak and Streptococcus pneumoniae pneumonia 
requiring HDU admission. While off biologic therapy, his AS has 
been managed with intermittent corticosteroids and interventional 
pain procedures. He has been diagnosed with tertiary adrenal 
insufficiency. Plans are in place to recommence secukinumab.

Method
case report

Results
This case underscores the limitations of early microbiological 
testing, the need for high clinical suspicion in immunosuppressed 
individuals, and the potential for severe complications including 
bowel perforation.

Conclusions
This case highlights the diagnostic challenge and severe morbidity 
of peritoneal tuberculosis and the complexity of balancing the 
benefits and risks of immunosuppression. A high index of suspicion 
and multidisciplinary collaboration are essential in managing 
tuberculosis and tertiary adrenal insufficiency.

Figure
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Introduction
Psoriasis is strongly associated with psoriatic arthritis (PsA), and 
inflammatory polyarthritis in this population often prompts early 
escalation to biologic therapy. However, gout is also more prevalent 
in patients with psoriasis due to shared metabolic and lifestyle risk 
factors. Diagnostic overlap may result in misclassification and 
inappropriate immunosuppression.

Aims/Background
To highlight the diagnostic challenges in differentiating PsA 
from crystal arthropathy in patients with psoriasis presenting 
with inflammatory polyarthritis, and to demonstrate the value of 
musculoskeletal ultrasound (MSK US) and synovial fluid analysis in 
establishing an accurate diagnosis prior to biologic escalation.

Method
We report the case of a 45-year-old man referred following a diagnosis 
of PsA made four weeks earlier, with initiation of adalimumab 
biosimilar therapy one week prior to review. He described a 10-
year history of intermittent knee and ankle swelling lasting up to 
two weeks, partially responsive to NSAIDs. Past history included 
longstanding psoriasis. Social history was notable for heavy alcohol 
intake (approximately 70 units weekly). Examination revealed 
bilateral knee effusions and ankle swelling. Prior serology showed 
RF, anti-CCP, ANA and ENA negative with normal CRP.
Bedside MSK US was performed, followed by ultrasound-guided 
aspiration of the left knee

Results
MSK US demonstrated echogenic material within the left knee and 
adjacent to the calcaneus consistent with tophaceous deposition. 
Synovial fluid microscopy confirmed monosodium urate crystals, 
establishing a diagnosis of polyarticular gout. Serum uric acid was 
markedly elevated at 693 µmol/L. Plain radiographs showed mild 
degenerative change without erosive inflammatory features.

Adalimumab was withheld. The patient received intra-articular 
methylprednisolone, commenced colchicine 0.5 mg twice daily, and 
was started on allopurinol 100 mg daily with planned titration to 
target serum urate levels.

Conclusions
This case illustrates the significant diagnostic overlap between 
PsA and gout in patients with psoriasis. Episodic large-joint flares, 
heavy alcohol use, obesity, hypertension and hyperuricaemia were 
important diagnostic clues. MSK ultrasound was instrumental 
in identifying crystal deposition and prompting synovial fluid 
confirmation, preventing unnecessary biologic therapy and enabling 
appropriate disease-specific management.

(a) Intralesional tophi along archilles tendon long axis view

(b) Speckles within patella tendon long axis view, 
PT : patella tendon
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Introduction
Ankylosing spondylitis (AS) is a chronic inflammatory disease 
affecting the axial skeleton. Despite established inflammatory 
back pain (IBP) criteria and classification frameworks, diagnostic 
delays are common and contribute to irreversible structural damage, 
functional impairment, and reduced quality of life.

Aims/Background
To highlight the clinical and functional consequences of extreme 
diagnostic delay in ankylosing spondylitis and reinforce the 
importance of early recognition of classical IBP features and timely 
rheumatology referral.
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Method
We report a case of AS diagnosed at first rheumatology assessment 
after a 35 year history of symptoms.Clinical history, examination, 
laboratory tests, MRI findings, response to NSAIDs, and patient 
reported outcomes were reviewed in accordance with ASAS 
classification criteria.

Results
A 57 year old man with hypertension and hypercholesterolaemia 
presented with chronic axial pain beginning at age 27 following a 
road traffic accident. Pain gradually involved the cervical, thoracic, 
and lumbar spine, anterior chest wall, and costovertebral regions, 
with worsening over the last two years. The pain demonstrated 
classical IBP features, including prolonged morning stiffness, 
nocturnal pain, improvement with exercise, and worsening at rest. 
Functional impacts included poor sleep, reduced quality of life, 
difficulty bending to close shoes, and end of day stiffness.
Clinical findings revealed marked restriction of spinal mobility 
(tragus to wall 22 cm, cervical rotation 30–35°, lateral flexion 11 cm, 
modified Schober’s 3.5 cm). HLA B27 was positive and CRP was 
5.10 mg/L. An MRI of his spine also showed extensive inflammatory 
lesions at the costo-vertebral junctions in the thoracic spine. A 
BASDAI of 5.4 reflected high disease activity.
The patient had minimal symptomatic improvement after 5 weeks 
of etoricoxib 60 mg once daily. Management included initiation of 
adalimumab, structured physiotherapy, and patient education, with 
ongoing follow up planned.

Conclusions
This case illustrates an extreme 35 year diagnostic delay in AS despite 
classical IBP features, resulting in significant functional impairment. 
Early recognition of IBP and timely referral are essential to prevent 
irreversible damage and improve outcomes.
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Method
A 70-year-old female with anti-MDA5 positive dermatomyositis 
(DM), having presented with heliotrope rash and Gottron’s papules, 
was diagnosed with gastric cancer (cT1-2N0) 5 months later. Initial 
screening with CT thorax, abdomen and pelvis did not show evidence 
of malignancy. Treatment for DM included Hydroxychloroquine, 
Mycophenolate Mofetil, Prednisolone and IVIG. She also had a 
background of melanoma 5 years previously, treated with wide local 
excision and Nivolumab.
The patient re-presented with a rapidly progressive sudden onset of 
bullous/blistering eruption on her extremities. Examination revealed 
extensive dusky erythema over the posterior aspect of her thighs 
and denuded areas of skin. There was extensive confluent erythema 
with multiple flaccid bullae over the trunk, upper limbs, neck and 
face. Nikolsky sign was positive. There was mucosal involvement 
of the lips and tongue. The affected Body Surface Area (BSA) was 
70%, with estimated skin detachment of 38%. There were no recent 

medication changes.
Punch biopsy confirmed TEN and SCORTEN was calculated as 4 
(age, malignancy, BSA, HCO3 18).
She was admitted to ICU. Treatment consisted of Etanercept, paraffin 
gel, dermovate ointment, prednesol mouth wash, fluid resuscitation, 
enteral feeding, debridement with Versajet, Biobrane to severely 
affected areas and 48 hourly dressing changes. Potential offending 
medications were ceased. Despite this, there was significant 
progression over 5 days with BSA involvement of 95% and skin 
detachment of 60% requiring intubation, ventilation and ionotropic 
support. Endoscopic treatment of gastric cancer was not viable. 
Improvement was noted after skin allografting with full recovery 
from TEN and complete skin re-epithelisation. Unfortunately, due to 
other complications, the patient died.

Conclusions
TEN is a complex disease, requiring multidisciplinary input. Anti-
MDA5 dermatomyositis has a high mortality rate, usually due to 
rapidly progressive interstitial lung disease. The highest mortality 
risk is within the first 3 to 6 months. Anti-TIF1-γ (p155/140) and 
anti-NXP2 (MJ) antibodies are at the highest risk for cancer-
associated myositis (CAM). Interestingly, our patient had anti-MDA5 
antibodies, which normally are not associated with an increased risk 
of malignancy.

Figure
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Introduction
Giant cell arteritis (GCA) is a large-vessel vasculitis classically 
associated with cranial symptoms, elevated inflammatory markers 
and anterior ischaemic optic neuropathy. Bilateral optic neuritis is 
an uncommon manifestation. Normal inflammatory markers may 
falsely reassure clinicians, delaying diagnosis and risking irreversible 
visual loss. Increasingly, advanced imaging plays an important role 
in identifying atypical disease.

Aims/Background
To present an atypical manifestation of GCA as bilateral optic neuritis 
with persistently normal inflammatory markers, and to highlight the 
diagnostic importance of MRI and vascular ultrasound in preventing 
delayed recognition of vision-threatening vasculitis.

Method
A 65-year-old man presented with four days of progressive visual 
disturbance, worse in the right eye, associated with painful eye 
movements. He reported a severe right temporal headache for three 
weeks preceding visual symptoms. Visual acuity was 6/36 in the 
right eye with a relative afferent pupillary defect. Optical Coherence 
Tomography was within normal limits bilaterally. ESR (2 mm/hr) 
and CRP (<1 mg/L) were normal.
MRI brain and orbits demonstrated bilateral T2 hyperintensities 
of the optic nerves with post-contrast enhancement and right-
sided perineural fat infiltration, consistent with inflammatory optic 
neuropathy. Extensive infectious, autoimmune, demyelinating 
and paraneoplastic investigations, including cerebrospinal fluid 
analysis, were unremarkable. The patient received intravenous 
methylprednisolone 1 g daily for five days with significant visual 
improvement.
Despite normal inflammatory markers, persistent temporal headache 
prompted vascular ultrasound of the temporal and axillary arteries. 
This demonstrated halo signs in the right temporal branches and 
abnormal thickening of the right axillary and subclavian arteries, 
consistent with cranial and large-vessel GCA. Temporal artery 
biopsy was unfortunately declined by the patient. The diagnosis was 
established through multidisciplinary consensus based on clinical 
presentation, imaging findings and treatment response.

Results
Visual acuity improved to 6/12 in the right eye at discharge. He was 
commenced on high-dose oral corticosteroids with tapering regimen 
and tocilizumab therapy under rheumatology follow-up.

Conclusions
This case highlights that bilateral optic neuritis can represent an 
atypical presentation of giant cell arteritis and that normal ESR and 
CRP do not exclude active disease. Although biopsy was declined, 
the overall clinical and imaging findings supported the diagnosis. 
Early suspicion and vascular imaging are essential to prevent 
irreversible visual loss.
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Introduction
Rituximab, a chimeric monoclonal antibody targeting CD20 on 
B-lymphocytes, is effective biologic therapy for seropositive 
Rheumatoid arthritis By depleting B-cells, it reduces autoantibody 
production and antigen presentation, leading to significant clinical 
improvement. While well-established, its use is associated with 
an increased risk of infections. We present a case of inflammatory 
vaginitis developed during Rituximab therapy, which resolved upon 
its cessation
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Aims/Background
A 65-year-old woman with a 34-year history of seropositive, erosive 
RA under routine follow up.
Her rheumatological history was notable for its complexity. Initially 
diagnosed in 1990, she had failed multiple conventional and 
biologic DMARDs over the decades. Previous therapies included: 
Methotrexate: Discontinued due to “methotrexate pneumonitis” , 
Sulfasalazine: Discontinued due to gastrointestinal side effects and 
Multiple Biologics: Including adalimumab and infliximab, both of 
which were secondary failures.

Method
Due to the failure of previous agents, She was commenced on 
rituximab about 10 months back and demonstrated a good clinical 
response (low disease activity). Her only other medication was low-
dose prednisolone.
On next visit, she reported 8 months history of persistent intense 
vulvovaginal itching and a profuse, sticky , non-offensive, green 
watery discharge. She had no associated dysuria, fever, or abdominal 
pain. she was treated with anti fungal , antibiotics and over the 
counter by GP with no significant improvement.

Results
She was reviewed by Gynaecology team. Her Examination showed 
the vulva and vaginal introitus were erythematous with multiple 
Nabothian cysts at cervix. There were no visible ulcers or blisters. 
Her High vaginal swab: Microscopy showed numerous white blood 
cells but no organisms. Culture was negative for Candida species 
and other bacterial pathogens. Her STD screen was negative. Her 
hysteroscopic examination showed regular endometrial lining. 
Endometrial Biopsy showed proliferative pattern of endometrium 
without neoplasia. Cervical biopsy confirmed benign endocervical 
mucosa with benign Nabothian cyst without any dysplasia or 
malignancy.

Conclusions
The decision was made, in consultation with her Gynecologist, to 
switch to Abatacept. She showed complete resolution of her symptoms 
after cessation of Rituximab. A diagnosis of Rituximab-induced 
inflammatory vaginitis was made due to temporal relationship with 
commencement of Rituximab, Negative infectious screen, clinical 
findings, biopsy and improvement on stopping the drug.
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Introduction
Autoimmune inflammatory myositis arising in patients with primary 
Sjögren’s syndrome is rare, and the role of anti-Ro52 antibodies 
in myositis remains incompletely characterized. We describe a 
patient with longstanding Sjögren’s syndrome who developed a 
severe proximal myositis in temporal association with high-dose 
atorvastatin, serology was negative for conventional myositis-
specific antibodies including Anti HMG CO-A antibodies, but 
positive for anti-Ro52 alone.

Aims/Background
A 77-year-old female with Sjögren’s syndrome complicated by 
vasculitic sensory motor neuropathy, hepatic steatosis with early 
cirrhosis, prior pulmonary embolism, and intolerance to multiple 
immunosuppressants, presented with subacute onset (10 days) of 
symmetric proximal muscle weakness, myalgias, fatigue, and dark 
urine. She had been switched from pravastatin to atorvastatin 80 
mg two months prior to presentation following a diagnosis of an 
acute ischaemic stroke, at which point her usual IVIG was held. 
Examination revealed MRC grade 1/5 strength in proximal upper 
and lower limbs. Laboratory work-up showed markedly elevated 
Creatine Kinase (CK), elevated inflammatory markers, and deranged 
liver enzymes. Myositis panel, ANA, and anti-RNP were negative; 
only anti-Ro52 was positive. MRI thigh muscles showed features of 
myositis.

Method
Statin was immediately discontinued; she was treated with IV 
methylprednisolone pulses, high-dose oral prednisolone, IVIG 
reinstitution, and subsequently rituximab plus mycophenolate 
mofetil (MMF). Muscle biopsy was taken and reported as normal, 
but unfortunately it was taken two weeks after initiation of 
immunosuppressant treatment, which might explain the negative 
result. She improved clinically, with normalization of CK and 
inflammatory markers, and improvement in liver enzymes. At 
follow-up, she regained proximal strength (MRC 4/5) and remained 
stable.

Results
This case highlights the possibility of an anti-Ro52 predominant 
idiopathic inflammatory myositis in a patient with Sjögren’s 
syndrome, triggered or unmasked by high-dose atorvastatin, in 
whom conventional myositis-specific autoantibodies were negative.

Conclusions
It cautions clinicians to consider idiopathic inflammatory 
myositis in such settings, to pursue muscle biopsy and aggressive 
immunotherapy, and to monitor for hepatic comorbidities. The 
pathogenic or prognostic role of anti-Ro52 in isolated myositis 
merits further exploration.

Figure
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Introduction
Immune-mediated necrotising myopathy (IMNM) is characterised 
by subacute proximal weakness and significant myofiber necrosis 
with minimal inflammation. While statin-associated IMNM with 
anti-HMGCR antibodies is well-recognised, seronegative cases are 
less understood. Cardiac involvement in IMNM is considered rare, 
though post-mortem studies suggest subclinical myocarditis may be 
underdiagnosed. We report a case of seronegative IMNM presenting 
with fulminant myocarditis and rapidly progressive heart failure, 
resulting in death despite intensive immunosuppression.

Aims/Background
A 71-year-old female with seropositive RA (in remission on 
methotrexate), stage A CLL, and osteoporosis presented with three 
months of progressive proximal weakness and falls. She had been 
on atorvastatin for years. Initial workup for suspected Richter’s 
transformation (elevated LDH) was negative. Examination revealed 
3/5 proximal power and pedal oedema. Creatine kinase was 
markedly elevated at 13,000u/l. MRI thighs demonstrated active 
myositis. Muscle biopsy showed widespread myofiber necrosis 
with regeneration and perivascular lymphocytic infiltration, 
consistent with IMNM. Myositis panel, including anti-HMGCR 
and anti-SRP antibodies, was negative. She developed worsening 
dyspnoea; troponin peaked at 3,600 ng/L, BNP at 2,500 pg/mL, and 
echocardiogram revealed new left ventricular dysfunction (EF 35-
40%). Cardiac MRI confirmed diffuse myocarditis. Despite pulse 
methylprednisolone, rituximab, and mycophenolate, her condition 
deteriorated. She developed COVID-19 with type-1 respiratory 
failure, bilateral pleural effusions, and pulmonary oedema, and died 
following unsuccessful extubation.

Conclusions
This case highlights several critical points. First, fulminant 
myocarditis can occur in seronegative IMNM, challenging the 
perception that cardiac involvement in this subtype is rare or 
indolent. Second, the absence of anti-HMGCR antibodies despite 
statin exposure underscores the existence of truly seronegative 
IMNM, which may carry distinct risks. Third, this case reinforces that 
myocardial involvement in IIM is a poor prognostic indicator and a 
leading cause of mortality. For clinicians, a high index of suspicion 
for cardiac involvement is warranted in any patient with IMNM 
presenting with unexplained dyspnoea or oedema, regardless of 
antibody status. Early cardiac MRI and aggressive multidisciplinary 
care are essential, though outcomes may remain poor.
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Introduction
Giant cell arteritis is the most common primary systemic vasculitis 
in adults, typically presenting with temporal headache, jaw 
claudication, and visual disturbance. Atypical presentations can pose 
significant diagnostic challenges. We present an unusual case of 
GCA in a patient with tongue pain, bilateral lower limb claudication, 
and associated granulomatous myositis.

Aims/Background
A 67-year-old gentleman was seen in rheumatology department 
with tongue pain on eating and bilateral lower limb claudication. He 
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also reported left temporal headache that responded to paracetamol. 
Background history included osteoarthritis and psoriatic 
spondyloarthropathy well-controlled on etanercept. Additional 
medications included amlodipine and rosuvastatin.
Clinical examination was notable for absent bilateral dorsalis pedis 
pulses. There was no scalp tenderness, jaw claudication, or visual 
disturbance. Joint and skin examination was normal.

Method
Initial investigations demonstrated an elevated ESR of 43 and CRP 
of 46.4. ANCA, ANA, and ENA were negative. CT angiogram of 
the neck and pelvis showed no evidence of large or medium vessel 
vasculitis. CT angiography of the lower limbs demonstrated normal 
proximal vessels to the knee with bilateral tibial arterial disease, 
raising the possibility of atherosclerotic disease. Temporal artery 
ultrasound revealed bilateral halo signs, potentially suggestive of 
giant cell arteritis. MRI of the calves and feet demonstrated changes 
consistent with myositis in both calves and foot musculature.

Results
These findings were initially considered consistent with polyarteritis 
nodosa. The patient was commenced on prednisolone 40mg daily, 
resulting in full resolution of symptoms and normalisation of 
inflammatory markers. Methotrexate and folic acid were introduced, 
and etanercept was switched to adalimumab. Temporal artery and 
left soleus muscle biopsies were performed concurrently.
Temporal artery biopsy showed panarteritis with characteristic giant 
cells. Soleus muscle biopsy revealed granulomatous myositis without 
evidence of vasculitis. Vascular MDT review concluded that the 
pattern of tibial occlusions was consistent with a clinical impression 
of GCA-related arteritis. Based on these findings, the diagnosis was 
revised to giant cell arteritis with peripheral arterial involvement and 
associated granulomatous myositis.

Conclusions
This case highlights the diagnostic challenges posed by large 
vessel vasculitis and the importance of histological confirmation 
and multidisciplinary collaboration in guiding diagnosis and 
management.
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Introduction
We present a complex case of immune-mediated necrotising 
myopathy in a statin-exposed patient complicated by subsequent 
development of blastoid mantle cell leukemia.

Aims/Background
A 63-year-old male presented with a 10-week history of proximal 
lower limb weakness, fatigue, and dysphagia to solids. Background 
history included a recent STEMI with PCI to LAD, dyslipidaemia, 
and type 2 diabetes mellitus. Atorvastatin had been initiated post-
cardiac event.
Examination revealed symmetrical thigh muscle atrophy without 
rashes or joint abnormality. Investigations demonstrated elevated CK 
at 16,685 U/L, ALT 788, AST 785, and mildly raised CRP. HMG-
CoA reductase antibodies were positive. MRI lower limbs showed 
extensive bilateral symmetrical pelvic and thigh myositis. Muscle 
biopsy demonstrated necrotic fibers with MHC class I sarcolemmal 
upregulation. EMG confirmed a severe necrotising myopathic 
process. Barium swallow excluded structural pathology.

Method
A diagnosis of immune-mediated necrotising myopathy was 
established. Atorvastatin was discontinued and the patient 
commenced on prednisolone and mycophenolate mofetil. Due to 
insufficient response, intravenous immunoglobulin was administered 
with subsequent symptomatic and biochemical improvement. He was 
maintained on prednisolone 5mg daily and underwent adrenalectomy 
for a newly diagnosed phaeochromocytoma.
One year later, the patient developed worsening fatigue, progressive 
weakness, and 6kg unintentional weight loss. Investigations revealed 
elevated inflammatory markers but normal CK level. Repeat MRI 
showed no myositis recurrence. Following transient improvement 
with increased steroids, symptoms recurred and the patient was 
hospitalised.

Results
Admission bloods showed CRP 243 with otherwise normal organ 
function. CT thorax-abdomen-pelvis demonstrated splenic infarction 
and portohepatic lymphadenopathy. The patient became pyrexic and 
was commenced on broad-spectrum antibiotics. By day four, new 
leukocytosis with WCC 31 prompted haematology review. Bone 
marrow biopsy revealed extensive infiltration by blast-like lymphoid 
cells, and patient was diagnosed with blastoid mantle cell leukemia.
Despite treatment with intravenous fluids, corticosteroids, and 
rasburicase, the patient deteriorated into multi-organ failure 
requiring intensive care and renal replacement therapy. Emergency 
cyclophosphamide was administered. His course was complicated by 
ventricular tachycardia and disseminated intravascular coagulation, 
culminating in cardiac arrest.
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Conclusions
This case highlights the diagnostic complexity and potential 
oncological associations in patients with immune-mediated 
necrotising myopathy.

Figure
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Introduction
A 70-year-old female was transferred to Beaumont with worsening 
abdominal pain, hypotension, climbing inflammatory markers, and 
renal failure.

Aims/Background
Three weeks earlier, she had been admitted to her local hospital with 
left-hand cellulitis following a steroid injection.
Her background history was noted to be remarkable for fibrosing 
alopecia, intermittent malar rash, two premature deliveries (25 and 27 
weeks) due to eclampsia, and one stillbirth. Previous investigations 
for SLE were negative.

Method
Investigations for osteomyelitis and DVT were negative. She 
developed chest/epigastric pain. Troponin peaked at 5700 with 
normal coronary angiography. CTPA excluded PE. OGD revealed a 
bleeding gastric ulcer. CT abdomen suggested aortitis and left adrenal 
infarction. Steroids were commenced for adrenal insufficiency. 
Despite improvement in cellulitis, inflammatory markers remained 
elevated. She failed to respond to broad-spectrum antibiotics for 
presumed UTI/LRTI and was transferred for multidisciplinary care.

Results
On arrival at Beaumont, examination revealed nail fold infarcts, 
intermittent malar rash, and right upper quadrant pain. Repeat CT 
abdomen was unchanged. Renal function progressively deteriorated.
Extensive screening for infection was negative. CTD, vasculitis, 
myositis panels, and complement were unremarkable. Her APPT 
was noted to be prolonged, with her FBC demonstrating anaemia 
and thrombocytopenia. Haemodialysis was initiated for renal failure, 
with renal biopsy deferred due to thrombocytopenia.
Due to fever, anaemia, thrombocytopenia, hyperferritinaemia, 
and raised triglycerides, a working diagnosis of HLH was made. 

Bone marrow revealed mild haemophagocytosis, and treatment 
was intensified with IV methylprednisolone, anakinra, and IVIG. 
Despite initial stabilisation, her condition continued to deteriorate, 
and a renal biopsy was performed, which demonstrated thrombotic 
microangiopathy. ADAMTS13 testing was negative. Her lupus 
anticoagulant returned positive, and a diagnosis of Catastrophic 
Antiphospholipid Syndrome (CAPS) based on positive LAC and 
infarcts in skin, adrenal, and kidneys was made. HLH therapy was 
weaned, plasma exchange was commenced, followed by Rituximab, 
and anticoagulation was switched to warfarin. Her condition 
improved, and she was discharged home, although she remains 
dialysis dependent.

Conclusions
This case illustrates how CAPS can be triggered by infection. Early 
consideration of CAPS in unexplained multiorgan dysfunction 
may improve outcomes. Intensive therapy with anticoagulation, 
immunosuppression, IVIG, and plasma exchange is required in the 
initial stages to control the disease
Figure
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Introduction
Anti-synthetase syndrome (ASS) is an autoimmune inflammatory 
myopathy characterised by myositis, interstitial lung disease 
(ILD), arthritis and cutaneous manifestations. Early recognition 
is critical given the risk of rapidly progressive ILD. We describe 
a post-infectious presentation of ASS with significant pulmonary 
involvement and a complex early treatment course.
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Aims/Background
To highlight the diagnostic features, early multidisciplinary 
management and immunosuppressive challenges in a young patient 
presenting with anti-synthetase syndrome and organising pneumonia.

Method
A 30-year-old man developed proximal muscle pain and weakness 
one week following severe gastroenteritis acquired in India. Initial 
CK was 1108 U/L. Whole-body MRI demonstrated multifocal 
STIR hyperintensity involving bilateral deltoids, biceps, gluteal 
and rectus femoris muscles consistent with inflammatory myositis 
. HRCT showed organising pneumonia with central clearing and 
this was discussed at Lung MDT. Pre-treatment pulmonary function 
testing demonstrated a restrictive pattern (FVC 69% predicted) and 
severe diffusion impairment (DLCO 49% predicted) consistent 
with myositis-associated ILD (PFT report) . ANA was negative and 
MDA5 weakly positive (titre 5, ELISA). He was treated with IV 
methylprednisolone followed by oral prednisolone and rituximab.

Results
He demonstrated prompt biochemical and clinical improvement, 
with CK falling to 300 U/L, resolution of synovitis and improvement 
in muscle power. Two weeks later, he re-presented with severe 
oropharyngeal candidiasis and dysphagia; rituximab Day 15 was 
postponed and bridging IVIG (1 g/kg/day ×2) administered. CK 
transiently rose to 635 U/L before stabilising. At review, cutaneous 
manifestations had resolved and respiratory status remained stable 
without worsening dyspnoea.

Conclusions
This case illustrates post-infectious anti-synthetase syndrome 
presenting with significant ILD and severe diffusion impairment. 
Early aggressive immunosuppression resulted in rapid clinical 
response; however, infectious complications required treatment 
modification. Vigilant monitoring of respiratory function and 
muscle enzymes is essential, particularly during immunosuppressive 
transitions. Multidisciplinary management remains central to 
optimising outcomes in ASS-associated ILD.
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Introduction
Takayasu arteritis (TAK) is a chronic granulomatous large-vessel 
vasculitis in which disease control is commonly assessed using 
symptoms and acute-phase reactants. However, biochemical 
remission does not always reflect true vascular quiescence in 
particular with IL-6 inhibition emphasising the need for serial 
vascular imaging to monitor disease progression, although access to 
imaging can be difficult due to resource constraints. We describe a 
case of subclinical progression on tocilizumab despite normal acute 
phase reactants, culminating in requirement for aortic surgery.

Aims/Background
A 30-year-old South Asian woman presented in 2020 with severe left 
arm claudication and absent radial pulse. CRP was 98 mg/L and ESR 
115 mm/hr. CT angiography demonstrated aortic arch thickening, 
90% left subclavian stenosis, superior mesenteric artery involvement, 
and a 1.7 cm left common carotid aneurysm, confirming TAK.
Her disease proved refractory. Glucocorticoids and oral methotrexate 
were limited by intolerance. Sequential anti-TNF therapy 
(adalimumab followed by high-dose infliximab) and mycophenolate 
failed to achieve sustained control. IL-6 inhibition via Tocilizumab 
commenced in 2022 resulted in symptomatic stabilisation, sustained 
biochemical remission and successful steroid taper. Despite normal 
inflammatory markers, interval MR angiography demonstrated 
progressive ascending aortic dilatation to 4.6 cm with circumferential 
abdominal aortic enhancement and worsening carotid stenosis.
Tocilizumab was switched to Ustekinumab in 2024. Subsequent PET-
CT demonstrated metabolic quiescence and symptoms stabilised. 
Symptomatic severe aortic regurgitation required ascending aortic 
and aortic valve replacement in November 2025. Histopathological 
examination of the resected aorta revealed chronic inflammation 
with mixed T- and B-cell infiltrates, mural fibrosis, and loss of elastic 
lamina. Post-operatively, breathlessness improved substantially, 
and the patient has remained clinically and radiologically stable on 
Ustekinumab.

Conclusions
This case highlights that biochemical remission with IL-6 inhibition 
via Tocilizumab may not equate to radiological and histological 
inactivity in TAK. Serial vascular imaging is particularly important 
in patients treated with Tocilizumab, and progression warrants 
therapeutic reassessment irrespective of inflammatory markers. 
Reliable serum biomarkers of vessel wall activity, particularly in 
patients treated with tocilizumab where the standard acute phase 
markers are unreliable, remain an unmet clinical need.
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Introduction
A 17 year female was admitted to her local hospital with fevers 
and headaches. She was ultimately diagnosed with severe multi-
organ Granulomatosis with Polyangiitis (GPA) and treated with 
corticosteroids, B-cell depletion and Avocopan. Her disease course 
was complicated by recurrent tracheal stenosis presenting as a late 
feature of her disease.

Aims/Background
GPA is a small-medium vessel vasculitis, commonly with upper 
respiratory tract involvement, mean age of onset 40years. Subglottic 
stenosis is a rare but serious complication and can be difficult to 
treat, requiring repeat ENT intervention.

Method
To describe a case of GPA in a teenager, highlighting potential to 
occur at this young age, with subglottic stenosis as a complication.

Results
Our patient had a 3-month history of fever, rash, cough, nasal 
congestion and arthralgia. She received antibiotics for a number of 
weeks without improvement. Imaging demonstrated pansinusitis and 
she was transferred to our centre for ENT assessment. Panendoscopy 
demonstrated inflammatory septal perforation and nasal collapse. 
Vasculitis screening at this time revealed she was strongly PR3 
positive supporting a diagnosis of GPA. Her CT thorax showed 
extensive cavitating pulmonary involvement with no tracheal 
involvement noted. Histology confirmed irregular neutrophilic 
granulomatous inflammation of skin.
Initial treatment included high dose corticosteroids, Rituximab and 
Avacopan. Three months later she presented with stridor. She was 
diagnosed with a subglottic stenosis and required urgent dilation. Her 
PR3 and CRP were low on this presentation suggesting no recurrence 

of active vasculitis. Escalation of immunosuppression was avoided 
as it was felt the stenosis was related to healing and fibrotic change. 
Four months later she had recurrence of stridor requiring repeat 
dilation.

Conclusions
GPA can present in teenagers and must be considered in all patients 
with severe upper respiratory symptoms and persistently elevated 
inflammatory markers. We highlight the importance of vigilance 
with regard to the possible complication of subglottic stenosis and a 
recommend review of imaging with that in mind.
Interestingly, subglottic stenosis became clinically apparent after 
systemic inflammation has been controlled and was not apparent at 
presentation. This has been managed with local measures and has not 
necessitated an intensification of immunosuppression.
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Introduction
A 76-year-old woman with known diffuse idiopathic pulmonary 
neuroendocrine cell hyperplasia (DIPNECH), status post left 
lower lobe wedge resection for carcinoid tumour, presented with 
a 2.5-month history of profound fatigue and non-drenching night 
sweats. She denied headache, visual disturbance, jaw claudication, 
polymyalgia rheumatica symptoms, and limb claudication or weight 
loss. Examination revealed equal peripheral pulses without bruits or 
pulse deficits.

Aims/Background
Laboratory investigations demonstrated normocytic anaemia (Hb 
9.6 g/dL), thrombocytosis (457 ×109/L), CRP 143 mg/L and ESR 
111 mm/hr. Liver enzymes showed a mild cholestatic pattern. 
Chest radiography demonstrated nodular opacities consistent with 
established DIPNECH. Empirical broad-spectrum antibiotics were 
initiated for presumed intra-abdominal infection; however, abdominal 
ultrasound was unremarkable and no infective source was identified. 
Antibiotics were discontinued after five days without biochemical 
improvement, prompting reconsideration of an inflammatory or 
malignant process.

Method
CT angiography was performed query Large vessel vasculitis given 
mainly constitutional symptoms. This revealed mild abdominal aortic 
wall thickening with periaortic fat stranding. Given persistently 
elevated inflammatory markers and absence of localising features, 
fluorodeoxyglucose PET-CT was performed. This demonstrated 
intense tracer uptake throughout the aorta and major branches, 
including subclavian, carotid, iliac and superficial femoral arteries, 
consistent with active large vessel vasculitis. Pulmonary nodules 
were stable and only faintly FDG-avid, reducing suspicion for 
malignancy recurrence. Secondary evaluation (ANA, ANCA, TB; 
IgG4 pending) was negative. Serum ACE was within normal range 
and serological testing for syphilis was performed and negative.

Results
Prednisolone 40 mg daily resulted in rapid symptomatic improvement 
within 48 hours and a fall in CRP to 89 mg/L.
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Conclusions
This case illustrates the diagnostic complexity of extracranial large 
vessel vasculitis presenting solely with constitutional symptoms and 
markedly elevated inflammatory markers, in the absence of cranial 
or ischaemic manifestations. It also underscore the importance 
of systemically excluding infectious malignant aortitides before 
committing to longer term immunosuppression.
In an elderly patient with prior neuroendocrine lung disease, infection 
and malignancy were credible alternative diagnoses. Advanced 
metabolic imaging proved decisive in establishing vasculitis, 
supporting early immunosuppression and planned steroid-sparing 
therapy with tocilizumab, alongside structured vascular surveillance 
to mitigate long-term aortic complications.
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Introduction
A 44-year-old woman presented with intermittent left 4th and 5th 
finger numbness for one month, progressing to left upper limb 
numbness and transient left leg weakness.

Aims/Background
Examination showed preserved power, sensation and reflexes, with 
increased tone in the left lower limb. This was on a background 
of obesity, hypertension, hyperlipidaemia, haemochromatosis 
carrier status, prior splenic infarcts (2024), cortical renal scarring, 
endometriosis, cholecystectomy, and hysterectomy.

Method
Laboratory investigations revealed elevated inflammatory markers 
(ESR 41 mm/h, CRP 86 mg/L), mild proteinuria, raised creatinine 
(136 µmol/L; baseline 75), thrombocytosis (PLT 454 × 109/L), 
elevated LFTs, and elevated complement levels. Viral serology, 

autoimmune and myositis panels were negative. CSF showed 
oligoclonal banding. Brain MRI demonstrated right frontal and 
frontoparietal subacute watershed infarcts with vascular enhancement 
and bilateral MCA narrowing, consistent with vasculitic arteriopathy. 
Intracranial, aortic arch and carotid CT angiogram confirmed high-
grade stenosis of the right MCA (M1), proximal ACA (A1), and 
multifocal left MCA narrowing. CT renal and mesenteric angiography 
revealed a beaded appearance of the coeliac trunk; hepatic, splenic 
and bilateral renal arteries, with ischaemic changes in the kidneys 
and spleen, and new inferior mesenteric artery occlusion, but no 
aneurysms. These findings were consistent with systemic medium-
vessel vasculitis.

Results
Differential diagnoses included polyarteritis nodosa (PAN), Takayasu 
arteritis, and giant cell arteritis (GCA). PET-CT excluded large-
vessel involvement. Collectively, the absence of large-vessel uptake, 
sparing of the aorta, and medium-vessel beading with organ infarction 
supported a diagnosis of polyarteritis nodosa. The patient was treated 
with intravenous methylprednisolone (1 g × 3 days), followed by 
tapering oral prednisolone (initially 60 mg). Immunosuppressive 
therapy included six cycles of intravenous cyclophosphamide, with 
transition to rituximab planned after six cycles, and co-prescription of 
methotrexate and folic acid. Dual antiplatelet therapy for 3 months, 
then lifelong aspirin, was instituted. Follow-up MRI demonstrated 
evolving watershed infarction with cortical laminar necrosis and 
persistent right MCA narrowing. The clinical presentation of 
multifocal ischaemic events, medium-vessel stenoses, and multiorgan 
infarction consolidates the diagnosis of systemic polyarteritis nodosa 
presenting with both neurovascular and renal-splenic involvement.

Conclusions
This case highlights the rarity of PAN with concurrent cerebral, renal, 
and mesenteric arterial involvement, emphasizing the importance 
of multimodal imaging and prompt immunosuppressive therapy to 
prevent irreversible end-organ damage.

Figure

Figure
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Introduction
An 85-year-old man with a history of hypercholesterolaemia, atrial 
fibrillation, prostate cancer complicated by radiation proctitis, and 
prior left parietal infarction (2022), presented with an atypical 
and protracted cranial pain syndrome. He was a non-smoker. 
Additional history included right facial herpes zoster (2016), 
cervical degenerative disc disease, and bilateral posterior vitreous 
detachment.

Aims/Background
In 2023, he attended ENT services with right postauricular pain 
radiating to the upper neck. Otological and nasoendoscopic 
examinations were unremarkable, and symptoms were attributed to 
chronic rhinosinusitis and musculoskeletal pain. By December 2024, 
he reported an 18-month history of persistent right-sided forehead, 
facial, and neck pain. Examination revealed reduced right temporal 
artery pulsation with normal inflammatory markers. He denied jaw 
claudication, scalp tenderness, visual disturbance, constitutional 
symptoms, or polymyalgia rheumatic (PMR) features. In March 
2025, he presented with worsening right temporal headache, 
nausea, and dizziness. Neuroimaging demonstrated a subacute right 
occipital infarct with haemorrhagic transformation involving the 
right temporal and occipital lobes. Carotid ultrasound showed no 
significant stenosis. He developed a transient left hemianopia, which 
subsequently resolved. Inflammatory markers remained within 
normal limits (CRP 1–5 mg/L; ESR 21 mm/hr), and autoimmune 
screening was negative.

Method
Although, Giant cell arteritis (GCA) was initially considered 
unlikely given the absence of classical features and persistently 
normal inflammatory indices, temporal artery ultrasound in January 
2026 demonstrated increased intima–media thickness (right common 
temporal artery 0.5 mm; left common and distal parietal branches 0.4 
mm), without axillary involvement. No acute halo sign was observed, 
but findings were suggestive of chronic cranial GCA.

Results
Given persistent unilateral cranial pain, and abnormal temporal 
artery measurements, a diagnosis of atypical cranial GCA was made. 
Empirical tapering corticosteroid therapy was initiated, and temporal 
artery biopsy was arranged.

Conclusions
This case highlights that GCA may present with isolated chronic 
unilateral cranial pain and normal inflammatory markers, 
underscoring the importance of clinical suspicion and vascular 
imaging in atypical presentations.
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Introduction
Atlantoaxial subluxation is a recognised complication of juvenile 
idiopathic arthritis (JIA) that can lead to catastrophic neurological 
sequalae. Cervical spine involvement has been reported to occur in 
up to 65% of adults with polyarticular JIA, with anterior atlantoaxial 
subluxation present in 33% of those with radiographic abnormalities. 
Early recognition of progressive instability and timely intervention 
are critical when cervical spine involvement is present, as more than 
half of cases maybe asymptomatic despite radiographic findings.

Aims/Background
A 38yr old lady with polyarticular JIA diagnosed at aged 4 had 
difficult to treat polyarthritis with uveitis requiring multiple 
DMARDs and biologics including rituximab. She had an extensive 
surgical history including multiple joint replacements. Initial cervical 
spine radiographs in 2019 demonstrated minor anterolisthesis. Due 
to persistently active disease she was commenced on two biologics 
(adalimumab and tofacitinib) concurrently in February 2022, 
however this was changed to one biologic and a DMARD after she 
developed upper limb cellulitis.

Method
In November 2022, she developed neck pain with finger paraesthesia 
and weakness. MRI revealed disc protrusion at C4/C5 with 
secondary compressive features and mild multi-level degenerative 
spondyloarthropathy prompting referral to the spinal team. After 
evaluation and discharge by the spinal team in 2024, she was 
reassessed by rheumatology for symptom progression, describing 
paraesthesia as “a feeling of glass in her fingers” and subjective neck 
instability. Physical examination revealed hyperreflexia with normal 
power, tone and sensation.

Results
Cervical spine radiographs with flexion extension views 
demonstrated anterolisthesis with positional change suggestive of 
ligamentous laxity, urgent re-referral to spinal team was arranged. 
Subsequent MRI showed severe central canal stenosis with spinal 
cord compression and erosive changes in the odontoid peg. She 
underwent surgical stabilisation several days later.

Conclusions
This case highlights the importance of serial imaging surveillance and 
multi-disciplinary management in patients with polyarticular JIA and 
cervical spine involvement. Clinicians must maintain a high index 
of suspicion for progressive atlantoaxial subluxation, particularly 
when patients report changing symptoms. Key red flags include 
new or progressive paraesthesia, subjective neck instability and 
hyperreflexia even when motor examination remains normal. This 
case underscores that atlantoaxial subluxation should be consider in 
patients with long standing, active polyarticular JIA.
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The Diagnosis Is Staring You in the Face
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Introduction
Melkersson–Rosenthal syndrome (MRS) is a rare neuro 
mucocutaneous disorder characterised with the triad of recurrent 
facial paralysis, orofacial oedema and tongue fissuring. It has been 
associated with several chronic inflammatory and autoimmune 
conditions, including sarcoidosis and inflammatory bowel disease.

Aims/Background
To the best of our knowledge this is the first reported case of MRS 
associated with Sjogren’s syndrome.

Method
A 52-year-old woman was referred to Dermatology in May 2024 with 
an 18 month history of a slowly progressive, non pruritic, non tender, 
infiltrated erythematous plaque on the right side of her face. Punch 
biopsy showed a dermal infiltrate composed of lymphocytes, plasma 
cells and histiocytes without granulomas, and serum investigations 
revealed elevated ACE (83) and markedly positive anti Ro antibodies 
(170), prompting Rheumatology referral.
In the Rheumatology clinic in September 2024, she described three 
self limiting episodes of right sided lower motor neuron facial 
palsy over the preceding year, each lasting four to five days and 
accompanied by ipsilateral facial and lip swelling around the plaque. 
She denied limb rash, chest pain or dyspnoea, and chest radiography 

showed no hilar lymphadenopathy. She also described a 3 year 
history of dry eyes and dry mouth; in the context of strongly positive 
anti Ro antibodies, a diagnosis of primary Sjögren’s syndrome was 
made. MRI and MRA brain in November 2024 were unremarkable.

Results
At combined Dermatology–Rheumatology review in December 
2024, examination revealed horizontal fissuring of the tongue (lingua 
plicata) together with a history of recurrent orofacial swelling and 
facial palsy, fulfilling the clinical triad of Melkersson–Rosenthal 
syndrome (MRS).
She was commenced on hydroxychloroquine but this was not 
tolerated. Low dose azathioprine 75 mg once daily was started in 
January 2025, with subsequent escalation to 150 mg daily in May 
2025, leading to a marked reduction in facial swelling and no further 
facial palsy episodes, although residual skin laxity under the right 
eye persisted. A CT thorax and liver in February 2025 showed no 
thoracic lymphadenopathy.

Conclusions
This case highlights MRS presenting with its complete triad in 
association with newly diagnosed Sjögren’s syndrome, supporting 
an underlying immune mediated pathogenesis and illustrating the 
importance of multidisciplinary assessment in patients with chronic 
unilateral facial swelling and cranial neuropathies.
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Introduction
Rheumatoid arthritis can affect the auditory system as a direct 
complication of the disease course or secondary to drug ototoxicity.

Aims/Background
This report outlines the diagnostic challenges and therapeutic course, 
including the initiation of high-dose glucocorticoids, objective 
monitoring of response through serial audiograms, and subsequent 
introduction of methotrexate (MTX) as a steroid-sparing agent.

Method
We report the case of a 52-year-old gentleman with no past medical 
history of note with a 1-week history of subacute hearing loss, 
tinnitus, and unsteadiness upon standing. Examination showed 
a positive Romberg’s sign without other neurological deficits. CT 
brain and MRI brain revealed no abnormalities. Laboratory findings 
revealed elevated inflammatory markers (CRP 120 mg/L, WCC 14.1 
×109/L). Audiometry confirmed bilateral sensorineural hearing loss 
(SNHL).CSF analysis suggested viral pathology. Prednisone was 
started, and the patient noted improvement in clinical symptoms, 
which was objectively confirmed by an audiogram.
Further tests showed high rheumatoid factor (RF) and anti-CCP 
antibodies (ACPA). High-dose prednisone led to rapid improvement 
in hearing and CRP normalization, but relapse occurred during 
steroid tapering. Methotrexate was added as a steroid-sparing agent, 
yet symptoms recurred with further tapering. After the second 
attempt to taper prednisolone, arthralgias and morning stiffness re-
emerged, along with a subjective decline in hearing, which was again 
confirmed objectively by the audiogram shown in Figure 1.

Results
Rituximab was initiated alongside methotrexate, resulting in 
normalization of inflammatory markers and the downward trend 
in RF and ACPA. A repeat audiogram, shown in Figure 2, showed 
significant improvement in the left ear, indicating that, with the 
assistance of hearing aids, the patient would still be able to hear and 
converse normally.

Conclusions
This case highlights the diagnostic challenge of SNHL as a presenting 
feature of RA, particularly without typical symptoms or family 
history. It also examines the role of ACPA titre in AISHL and whether 
rituximab-induced B-cell depletion and reduced ACPA titre correlate 
with clinical response as indicated by follow-up audiograms. While 
moderate hearing improvement was achieved, ACPA titre reduction 
may not yield adequate recovery, possibly due to irreversible damage 
or another unknown pathological mechanism.
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Introduction
sJIA-LD is an increasingly recognised and potentially fatal 
complication, encompassing pulmonary alveolar proteinosis, 
interstitial lung disease, and lipoid pneumonia. Mortality rates range 
from 37% to 68% in affected cohorts. Risk factors include prolonged 
disease duration, younger onset age, and MAS history, though sJIA-
LD may emerge without prior MAS. Early recognition remains 
challenging as respiratory symptoms often appear late. We report 
the first Irish case in a child with Still’s with an insidious onset and 
discuss the potential option of HSCT and novel therapeutic target of 
anti IL-18/IL-1.

Aims/Background
A female patient diagnosed with sJIA at age three, fulfilling ILAR 
criteria with polyarthritis, quotidian fevers, and rash. Her early 
course required sequential DMARDs and biologics including 
methotrexate, tocilizumab, anakinra, etanercept, and adalimumab, 
alongside corticosteroids. Systemic features became quiescent, 
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with JAK Inhibitors introduced in 2021 (Ruxolitinib) for refractory 
arthritis. She never developed symptoms of MAS. Family history 
included paternal pulmonary sarcoidosis.
At age ten, routine chest radiograph revealed bilateral nodular 
opacities in an asymptomatic patient. HRCT demonstrated 
innumerable centrilobular nodules bilaterally. Bronchoscopy with 
BAL excluded infection.Lung biopsy revealed pulmonary alveolar 
proteinosis with lipoid pneumonia features, without significant 
pulmonary vascular remodelling. Genetic testing identified no 
pathogenic variants. Interferon signature assays showed suppressed 
Type I and II interferon-stimulated genes with elevated IL-18 (828 
pg/mL)

Method
Case report

Results
Initial management continued ruxolitinib and adalimumab. By 
autumn 2025, progressive cough, exertional dyspnoea, and weight 
loss developed. Oxygen saturations were mid-80s at rest, dropping 
to 40s on exertion. Repeat HRCT confirmed extensive bilateral 
ground-glass progression. She received pulsed methylprednisolone 
; adalimumab was discontinued following multidisciplinary 
consultation. Given refractory disease despite IL-1, IL-6, TNF, and 
JAK inhibition, HSCT was recommended. Compassionate access for 
anti IL-18/IL-1 therapy has been initiated.  Currently, she requires 
supplemental oxygen with declining six-minute walk distance (308m 
to 195m) and awaits HSCT evaluation.

Conclusions
sJIA-LD with/without prior MAS, necessitating  a high index of 
suspicion in any child with multiple biologic usage or refractory 
disease. Consideration to surveillance HRCT should be considered 
even in the absence of clinical features such as clubbing. Novel 
therapeutic targets such as Anti IL-18/1L-1 /HSCT may play a role 
in this potentially fatal condition.
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Introduction
We report the novel case of a 70-year-old female with known Scl70 
antibody positive diffuse systemic sclerosis and interstitial lung 
disease (ILD) who presented to the ED as a FAST-positive call 
with acute focal neurological deficits. Symptoms included right 
sided hemiplegia, dysarthria, facial paraesthesia and subsequent 
tonic-clonic seizures. Features were initially suggestive of an acute 
ischaemic stroke however, CT brain, CT angiogram and a lumbar 
puncture were unremarkable. MRI Brain showed atypical confluent 
white matter change [Fig.1]. The patient had been receiving IV 
Rituximab so progressive multifocal leukoencephalopathy (PML) 
was considered as a potential cause. Infectious screen was negative. 
Definitive diagnosis was established by brain biopsy which revealed 
lymphocytic infiltration and immune complex deposition, consistent 
with central nervous system [CNS] vasculitis.

Aims/Background
Diffuse systemic sclerosis is a chronic autoimmune connective tissue 
disease predominantly affecting women. Raynauds, digital ulcers 
and ILD are well known manifestations. Neurological involvement 
is uncommon. Stroke has previously been linked to scleroderma, 
however, it is attributed to accelerated atherosclerosis/thrombotic 
phenomenon as opposed to inflammatory vasculitis. While CNS 
vasculitis is not rare in connective tissue disease such as SLE and 
Sjögren’s syndrome, our literature search revealed that cerebral 
vasculitis associated with Scl70+ scleroderma is exceedingly rare, 
with only a handful of cases documented in the medical literature.

Method
Information on the exact prevalence of Scl 70 diffuse systemic 
sclerosis and CNS vasculitis is lacking due to the scarcity of 
published cases.

Results
Our patient was treated with five cycles of intravenous 
cyclophosphamide and high dose prednisolone to induce remission 
of the vasculitis. Following treatment, all neurological deficits 
present on admission had fully resolved, and the patient had made a 
remarkable recovery.

Conclusions
There are several challenges faced whilst making a diagnosis of 
cerebral vasculitis due to its nonspecific symptoms and broad 
differential. Definitive histological diagnosis via brain biopsy plays 
a critical role in establishing diagnosis. This case highlights the 
multisystem burden of Scl70+ systemic sclerosis and the complexity 
of patients with rheumatic disease. Clinicians should remain vigilant 
for neurological symptoms in patients with scleroderma.

Figure
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Introduction
Janus kinase inhibitors are increasingly used in the management of 
inflammatory rheumatic diseases including Axial Spondyloarthritis. 
Safety signals from clinical trials and post-marketing surveillance 
have highlighted an association between these agents and thrombotic 
events, including venous thromboembolism and major adverse 
cardiovascular events. Reports of ocular arterial thrombosis remain 
rare.
Upadacitinib is a selective JAK-1 inhibitor approved for several 
inflammatory conditions. Retinal arterial occlusion represents an 
ocular form of acute ischaemic stroke and typically occurs in patients 
with established vascular risk factors.
Aims / Background
To describe a case of Central Retinal Artery Occlusion occurring in 
a patient with axial spondyloarthritis treated with upadacitinib and 
highlight a potential association between JAK inhibitor therapy and 
ocular arterial thrombosis.

Method
Clinical records were reviewed for a patient with axial 
spondyloarthritis presenting with acute visual loss while receiving 
upadacitinib. Clinical findings and investigation results were 
analysed.

Results
A 57-year-old man with radiographic axial spondyloarthritis 
diagnosed in 2008 presented with sudden painless monocular vision 
loss affecting the left eye. Vision loss was noted on awakening and 
he presented to hospital five hours later. His disease had been well 
controlled on upadacitinib 15 mg daily for 15 months following 
prior anti-TNF therapy. He was a non-smoker with no history of 
hypertension, diabetes, migraine, carotid disease or obstructive sleep 
apnoea.
Visual acuity in the left eye was limited to hand movements 
and a relative afferent pupillary defect was present. Fundoscopy 
demonstrated a pale retina with scattered retinal haemorrhages. 
Optical coherence tomography showed diffuse retinal thickening 
with marked hyperreflectivity of the inner retinal layers consistent 
with acute retinal ischaemia.
Electrocardiography, Holter monitoring and transthoracic 
echocardiography demonstrated normal sinus rhythm and preserved 
left ventricular systolic function (EF 55%). CT angiography of 
the carotid arteries and aortic arch showed no atherosclerosis. 
Inflammatory and autoimmune testing including CRP, ANA, ENA 
and ANCA were negative. HbA1c was normal and LDL cholesterol 
was mildly elevated at 3.2 mmol/L.
Upadacitinib was discontinued, aspirin was initiated and therapy was 
changed to Etanercept.

Conclusion
This case describes central retinal artery occlusion in a patient with 
well-controlled axial spondyloarthritis receiving upadacitinib in the 
absence of significant vascular risk factors or an identifiable embolic 
source. Clinicians should remain aware of the potential for arterial 
thrombotic events, including ocular vascular occlusion, in patients 
receiving JAK inhibitors.
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