
Studies have proven that switching to a second TNF-alpha inhibitor is
a strong therapeutic strategy. Interestingly, among the second line
drugs, Secukinumab is found to be superior against adalimumab, leflu-
nomide and ustekinumab.
Clinical assessment has limitations to assess psoriatic pathology, thus
musculoskeletal ultrasound has become very useful in recent years to
detect inflammation and inform clinical decisions. Unique US findings
in psoriatic arthritis are paratenontis and enthesitis. Detection of spe-
cific features in psoriatic arthritis may help identify treatment failures
and help better inform decisions about treatment change especially in
the context of biologic sequential use.

Abstract citation ID: rkac066.011
AND CO-MORBIDITY ISSUES

S

London, United Kingdom

arthritis mutilans is known to be
the most severe form of psoriatic arthritis1 and reported to have a prev-
alence of 2-21%2, depending on the classification used. Clinical fea-
tures include shortening of the digits, telescoping and flail joints with
radiographs showing severe osteolysis and bone resorption3. There is
an increased prevalence of metabolic syndrome, cardiovascular dis-
ease and psychiatric illness among these patients4. Treatment of the
disease is usually a stepwise approach starting with conventional syn-
thetic disease modifying anti-rheumatic drug (csDMARD), combination
csDMARD, biologic DMARD (bDMARD) or targeted synthetic DMARD
(tsDMARD).
Description/Method: This 65-year-old gentleman has a diagnosis of
psoriatic arthritis, mutilans type for more than 40 years. His other cur-
rent co-morbidities include hypertension, hyperlipidaemia and depres-
sion. He was treated with methotrexate with good efficacy until this
was stopped in 2012. Whilst on methotrexate, he had deranged liver
function tests and the ultrasound scan of his abdomen showed fatty
infiltration of the liver. Liver biopsy showed steato-hepatitis which was
thought to be secondary to methotrexate and the drug was stopped.
He was then started on Sulphasalazine, which was uptitrated to 1.5 g
twice a day but with no benefit. He was having 12 swollen and 8 tender
joints with a patient global score of 6/10 and physician global score of
7/10.
The patient was started on Golimumab in August 2013. He had four
doses of 50 mg and two doses of 100 mg of the drug. Each dose had
resulted in severe headaches which necessitated discontinuation of
the treatment. He was then commenced on Adalimumab in August
2014, which also resulted in severe headaches and sweating with no
efficacy otherwise. At that point, his Alanine Transaminase (ALT) levels
continued to be fluctuating between 50 to 80 U/L and he was also noted
to be hypertensive.
The patient was then started on Ustekinumab in October 2016 to which
he tolerated well and had almost immediate noticeable improvement in
his tender and swollen joints. The patient remained stable on this three
monthly treatment till this day.
Interestingly, the erosive changes on the x-rays of his hands and feet
has not progressed since 2010, despite tolerance and efficacy chal-
lenges of his treatment.
Despite stability of his disease and treatment, this gentleman sadly
attempted suicide in March 2021 by consuming weed killer. He was
informally admitted to a mental health ward.
Discussion/Results: We present a case of psoriatic arthritis mutilans
which was complicated by side effects and lack of efficacy of several
disease modifying treatment. He had methotrexate which had to be
stopped due to steato-hepatitis. Both Golimumab and Adalimumab
was stopped due to side effects characterised by headaches.
Ustekinumab was started four years following the cessation of metho-
trexate which continues to be the most effective medication for this
patient.
This patient also suffers with cardiovascular co-morbidities and
depression. Tumour necrosis factor (TNF)-a associated endothelial
dysfunction as well as interleukin (IL)-17A associated increased
expression of adhesion and pro-inflammatory molecules may contrib-
ute to the association of psoriatic arthritis mutilans with cardiovascular
disease5,6. It is also known that there is a higher prevalence of mental
health disease in patients with psoriasis. This is thought to be due to
the involvement of the same inflammatory pathway as proinflammatory
IL-1 and IL-6 are increased in both psoriatic arthropathy and depres-
sion7.

Key learning points/Conclusion: Based on our research, there is a
lack of evidence for treatment specific to arthritis mutilans, due to the
relatively rare nature of the disease. However, this case report has
proved that treatment should be individualised to the patient, based on
their response and tolerance to the medications.
It is also pertinent to be aware and manage co-morbidities associated
with the disease which includes hypertension, hyperlipidaemia, diabe-
tes mellitus and psychiatric illnesses. This requires close collaboration
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erature including the cytokine theory of depression. Journal of the
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Introduction/Background: Dactylitis is a hallmark feature of PsA
(PsA) and related spondyloarthritides and may affect up to half of PsA
patients during the course of their disease(1). Presence of dactylitis
may imply a more aggressive disease phenotype; dactylitis at presen-
tation is associated with higher swollen and tender joint counts, higher
systemic inflammatory response, presence of ultrasound-detected
inflammation and erosions(2), as well as radiographic joint progres-
sion(3). Trial data suggest treatments used in PsA may not be equally
effective against dactylitis(4).
Description/Method: A 55-year-old man was referred to rheumatology
with several months of pain in the right index finger. He was unable to
hold a pen, use a computer, or play golf. He had chronic plaque psoriasis
since late 20s. On examination, right index finger was mildly swollen, sug-
gestive of dactylitis, and flexion was restricted. No other joints or digits
were affected. Inflammatory markers and x-rays of hands and feet were
normal. A diagnosis of PsA was made. He had been reviewed by derma-
tology a few months earlier and started on apremilast; his finger seemed
to be improving, so apremilast was continued and etodolac added PRN.
Over the next 2 years he reported short-lived episodes of finger pain
but had no objective abnormalities when assessed in clinic. He then
developed more persistent left hand pain and stiffness, was felt to have
wrist and MCP synovitis, and started on sulfasalazine 1.5g daily, with
symptomatic improvement.
Two years later he reported pain in the right hand, with inability to make
a fist or play golf. Clinically he had synovitis at the right 4th PIPJ, and
soft tissue swelling affecting the 2nd and 3rd fingers. He was given an IM
glucocorticoid and sulfasalazine dose was increased to 3g daily. After
3 months he had ongoing difficulty bending the right 4th finger, and mild
proximal swelling, and was referred for ultrasound. This showed PIP
synovial hypertrophy, an inflamed extensor tendon, marked flexor
tenosynovitis, and soft tissue swelling, consistent with dactylitis. He
underwent guided injection to the flexor tendon sheath. Four weeks
later he reported complete resolution of pain, and 90% improvement in
swelling and function. Very recent x-rays of hands and feet showed no
visible erosions in the hands, but a large juxta-articular erosion in the
right middle toe.
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Discussion/Results: This is a case of PsA characterised by isolated
finger dactylitis at presentation, and dactylitis as a prominent feature of
flare over time.
In general, dactylitis is more common in feet than hands, implicating
mechanical stress as a key aetiopathogenetic driver. This patient was a
keen golfer, which may explain predominant involvement of his right
(dominant) hand 2nd, 3rd and 4th fingers.
While dactylitis is a key disease domain in PsA and other spondyloar-
thritides, it is not specific to these conditions, and other differentials
should be considered depending on specific context, e.g. soft tissue
infection or gout. While the diagnosis of PsA seems well-established
here, a recent foot x-ray showed a middle toe punched out juxta-
articular inter-phalangeal erosion, more typical of gout.
As well as an indicator of arthritis severity and a poor prognostic factor
for radiographic progression, the number of dactylitic digits has been
shown to be associated with major cardiovascular events, independent
of traditional risk factors(5). Presence of dactylitis should perhaps
prompt particularly careful assessment of cardiovascular risk.
Recent international (GRAPPA) guidelines give strong recommenda-
tions for all targeted therapies commonly used in PsA, including anti-
TNF, anti-IL17, anti-IL12/23, anti-IL23, JAKi, and apremilast. NSAIDs,
local steroid injections and methotrexate are conditionally recom-
mended “for”, while other csDMARDs are conditionally recommended
“against”(4). Whether sulfasalazine is truly less effective in this specific
disease domain, or this simply represents a lack of supporting evi-
dence, is debatable. In this case, the combination of apremilast and
sulfasalazine was reasonably successful, but further flares might war-
rant a change in therapy, taking account of the dactylitis history.
In cases of uncertainty, ultrasound can be useful for confirmation of
dactylitis(6), and/or differentiating between acute (“hot”) dactylitis and
chronic (“cold”) dactylitis. The involvement of multiple structures and
soft tissues can be visualised and appreciated.
Key learning points/Conclusion: Dactylitis is a hallmark feature of
PsA and may be the sole musculoskeletal manifestation. Mechanical
stress appears to be an important factor in aetiopathogenesis.
Differentials others than spondyloarthritis should be considered.
Presence of dactylitis tends to imply a more aggressive PsA phenotype
and may have clinical relevance beyond the joints, including increased
cardiovascular risk. Assessment for dactylitis should be performed
when evaluating disease activity across psoriatic disease domains,
and presence of dactylitis incorporated into decisions about treatment.
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Introduction/Background: We are reporting the case of a 76 year old
woman whose symptoms started early in her teens with Raynaud’s

disease and who was first diagnosed with limited cutaneous systemic
sclerosis in her twenties, at which time she had calcinosis, Raynaud’s
phenomenon, sclerodactyly and a drawstring mouth. She was started
on vasodilators and remained relatively stable for several years.
However, she developed a series of complications from the late 1990s.
onwards. These included digital ulceration, macrovascular disease,
scleroderma bowel, pulmonary hypertension and severe calcinosis.
Comorbidities included ischemic heart disease, aortic stenosis and
hypothyroidism.
She smoked for 5 years (19-24y).
Description/Method: Dominant clinical problems

1980s Digital Ulceration
Started in her forties. She was treated with a series of vasodilators
including nifedipine, losartan, fluoxetine and, from 2015, sildenafil. She
required IV iloprost three monthly since 2004. Bosentan was consid-
ered but cautioned against, given also diagnosed with aortic stenosis.
1980s Calcinosis
Recurrent calcinotic fingers and the olecranon processes with cellulitis
and no osteomyelitis.
1999-2007 Critical ischemia of legs
In 1999, she developed left leg ischemia. Doppler ultrasound demon-
strated severe stenosis, or occlusion, of all lower limb arteries. She was
taking Nifedipine, Amlodipine, Losartan, Dipyridamole, Atorvastatin,
Sildenafil, monthly courses of iloprost and opiate analgesia. Despite
this, she proceeded to below-knee amputation in 2000. In 2006 she
developed right leg ischemia and, despite transient improvement with
posterior tibial angioplasty, she required below-knee amputation in
2007.
1999-2021 Iron deficiency anaemia
Iron deficiency anaemia was detected in 1999 (Hb 109 g/L, serum iron
5.5 umol). OGD showed oesophagitis and residual gastric contents in
the oesophagus. In 2021 (Hb 112g/L) a repeat OGD showed stomach
and duodenal angiodysplastic lesions.
Treatment: esomeprazole and Nizatidine.
2017 Suspected Pulmonary Arterial Hypertension
She was referred to the Pulmonary Vascular Diseases Unit at Royal
Papworth hospital due to suspicion of pulmonary arterial hypertension
following screenings:
� Lung Function: FEV1 99.8%, FVC 114.9% TLCOc 56%, KCOc 67%.
� ECHO LVEF 60%, normal R ventricle, normal atria, calcification of

mitral valve annulus, mild tricuspid regurgitation with estimated sPAP
20-25 mmHgþRAP.
� Bloods: Uric acid 180 micromol/L, NT-proBNP 321pg/ml; FBC normal
Pulmonary hypertension was confirmed.
� CTPA: Pulmonary emboli in right lower lobe segmental and subseg-

mental arteries.
� Right Heart Catheterisation: mPAP 29mmHg, PAWP 7mmHg, PVR

381 dynes (Test performed after withholding Sildenafil for 5 days)
Diagnosis: Chronic thromboembolic pulmonary hypertension with pos-
sible contribution from pulmonary arterial hypertension.
Treatment: Warfarin and Sildenafil increased to 50mg tds.
Discussion/Results: This patient developed both micro- and macro-
vascular disease. Digital ulcers were managed with escalation of vaso-
dilators but bosentan was not added to sildenafil due to aortic stenosis.
Macrovascular disease was treated with statins, angioplasty and, ulti-
mately with amputation, she walks with two prosthetic legs and a stick.
It is unclear whether her short smoking history is relevant.
Iron deficiency anaemia can occur due to malabsorption due to sclero-
derma bowel but, in this case, recurrent bleeding from gut telangecta-
siae seemed most likely.
Pulmonary arterial hypertension is a well-recognised complication of
systemic sclerosis. However, it is important that, the underlying
cause(s) of pulmonary hypertension are investigated in order to man-
age appropriately.
Calcinosis can be debilitating and a cause of ulceration and
infection. There are limited treatment options.
Key learning points/Conclusion: Management of digital ulceration,
with escalation of treatment and position of Sildenafil and Bosentan in
treatment pathway.
Importance of considering macrovascular disease in systemic
sclerosis.
Consideration of reasons for iron deficiency anaemia in systemic
sclerosis.
Screening for and diagnosis of distinct types of pulmonary
hypertension.
Limited management strategies for calcinosis.
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