
Description/Method: A 19-year-old African woman was diagnosed
with SLE in 2018 after presenting with polyarthritis without systemic
involvement. Blood tests showed leucopenia, positive antinuclear anti-
body, anti-double-stranded DNA>200 IU/ml and hypocomplementae-
mia. Prednisolone and Methotrexate were commenced. However, one
month later she presented to hospital with generalised abdominal pain,
vomiting and diarrhoea. CT abdomen demonstrated significant small
bowel wall thickening with mucosal hyperenhancement.
Multidisciplinary team (MDT) input confirmed likely LEn. She was
treated successfully with intravenous Methylprednisolone and
Rituximab. Total parenteral nutrition was required for two weeks.
Unfortunately, four further hospital admissions followed over the next
six months due to GI symptoms, transient acute kidney injury and mod-
erate proteinuria. Small bowel oedema persisted on MRI, three months
after the CT. Renal biopsy demonstrated class 2 LN. Intravenous meth-
ylprednisolone helped and further Rituximab was given but she had
infusion reactions. Six months later she re-presented with abdominal
pain, synovitis and had nephrotic range proteinuria. She was treated
again for LEn after gastroenterology input. Further Rituximab was given
(MabThera instead of Truxima) but reactions still occurred and her B
cells were non-deplete. Repeat renal biopsy confirmed class 4 LN and
intravenous Cyclophosphamide (Euro-Lupus regimen) was com-
menced. This was repeated seven months later due to persisting high
disease activity and proteinuria despite a short trial of intravenous
Belimumab. However, she was admitted to hospital with colitis on CT
after completing the second course of Cyclophosphamide. MDT deci-
sion was to treat with Obinutuzumab. Since commencing treatment
eighteen months ago, her SLE has dramatically improved and she feels
well for the first time. SLEDAI-2K score is 2 (16 pre-treatment), renal
function has recovered with mild proteinuria. Anti-double-stranded
DNA has reduced from >200 to 52.9 IU/ml and complements normal-
ised. She remains on Prednisolone 5mg daily and Tacrolimus and a
third maintenance dose of Obinutuzumab is planned.
Discussion/Results: LEn has been reported in only 0.2-5.8% of SLE
cases. It is defined by the British Isles Lupus Assessment Group
(BILAG 2004) by either vasculitis or inflammation of the small bowel
supported by imaging or histology. Its pathogenesis is poorly under-
stood but thought to be related to immune complex deposition and
complement activation resulting in intestinal capillary leak and submu-
cosal oedema. Symptoms are non-specific and a review by Janssens
et al. (2013) suggested abdominal pain (97%), ascites (78%), nausea
(49%), vomiting (42%) and diarrhoea (32%) were the most common
symptoms in patients with LEn. They reported the ileum and jejunum
were most commonly affected in LE (84% and 83% respectively), fol-
lowed by colon (19%), duodenum (17%) and rectum (4%).
Abdominal CT is considered to be the first line investigation and ‘clas-
sic’ radiological findings are bowel wall oedema (“target sign”),
engorgement/increased number of mesenteric vessels (“comb sign”)
and increased attenuation of the mesenteric fat (Ha et al. 2000, and
Kim et al. 2006). These were all demonstrated on our patient’s initial CT
abdomen which showed engorgement of the mesenteric vessels from
the proximal jejunum to the proximal ileum.
LEn seldom occurs in isolation and usually presents in the context of
high disease activity and other systemic involvement. It is often respon-
sive to glucocorticoids and bowel rest but further immunosuppression
with Cyclophosphamide or Rituximab might be warranted in refractory
cases as in our patient’s case.
Obinutuzumab has been shown to be safe, effective and steroid-
sparing in renal and non-renal SLE patients with 2NDNR to Rituximab
from a case series of 9 patients by Arnold et al. (2022). This applied to
LN in our patient and we believe this to be the first case where refrac-
tory LEn was treated successfully with Obinutuzumab.
Key learning points/Conclusion: Although very rare, have a high
index of suspicion of LEn in SLE patients who present with GI symp-
toms and typical radiological findings.
LEn often occurs with other systemic manifestations including LN and
it is important to assess for these at the time of diagnosis of LEn.
Obinutuzumab is an emerging treatment for severe SLE particularly
2NDNR to Rituximab and can improve both LN and LEn. We eagerly
await results from the current REGENCY and ALLEGORY clinical trials
which are assessing Obinutuzumab in renal and non-renal SLE patients
respectively.
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Introduction/Background: Pneumatosis intestinalis (PI) is character-
ised by submucosal and/or subserosal collections of free gas, forming
cystic lesions within the gastrointestinal (GI) tract, most commonly
seen in the small intestine but it can also involve large intestine or the
stomach. PI is idiopathic in about 15% of cases but the majority is sec-
ondary to conditions such as autoimmune, infectious, inflammatory,
pulmonary, drug and/or traumatic aetiologies. PI is a rare and usually
benign complication of systemic sclerosis (SSc), and most patients are
relatively asymptomatic. Its pathogenesis is likely to involve complex
interplay of mechanical, biochemical, bacterial and/or drug factors.
Description/Method: A 67-year-old man with SSc-myositis overlap
syndrome for over nine years on long term Mycophenolate mofetil
500mg BD and Prednisolone 8mg OD presented acutely unwell with
worsening abdominal pain, bloatedness, distension, intermittent
bloody diarrhoea and vomiting for three weeks. He was afebrile but
slightly hypotensive and tachycardic. His abdomen was distended with
mild generalised tenderness but soft and regular bowel sounds were
audible. There were no palpable organomegaly, guarding, rebound
tenderness or other signs of peritonism.
He had raised serum lactate at 3.1 and pre-renal acute kidney injury
secondary to GI losses and reduced oral intake but his full blood count,
liver blood tests, serum amylase, calcium profile, blood glucose,
venous blood gas and C-reactive protein were all within normal range.
His coeliac screen (IgA tTG) was normal. He tested positive for ANA
Hep2 (speckled) but negative for ENA, anti-dsDNA and anti-
centromere antibodies. His other SSc presentations include Raynaud’s
phenomenon and diffuse scleroderma. His contrast-enhanced CT
abdomen and pelvis on admission displayed extensive pneumatosis
changes, moderately dilated small bowel loops and pneumoperito-
neum. There are prominent atherosclerotic changes seen in aorta and
its major branches with associated narrowing but there is no acute
thrombotic occlusion seen in the main-stem superior or inferior mesen-
teric arteries or their major branches.
The patient was managed conservatively with bowel rest, intravenous
fluids and antibiotics, and was referred for palliative care as surgical
exploration was deemed inappropriately risky given his underlying
ischaemic heart disease and impaired cardiac reserve. He was dis-
charged home following a short hospital stay with anticipatory medica-
tions and a short course of Rifaximin followed by monthly antibiotic
cycling with Co-amoxiclav, Metronidazole and Ciprofloxacin. He made
a surprisingly excellent recovery on the antibiotics and his repeat CT
scans at 11 weeks showed complete resolution of the pneumatosis
intestinalis.
Discussion/Results: PI with or without pneumoperitoneum is a rare
gastrointestinal complication of SSc characterised by numerous intra-
mural air-filled cysts within the GI tract. In spite of its usually extensive
involvement of the GI tract, this condition generally runs a benign
course and is managed conservatively in most cases. The develop-
ment of PI in SSc is multifactorial, including mechanical (increased
luminal pressure allowing gas to permeate into submucosal space
through mucosal breach), biochemical (excessive hydrogen produc-
tion via fermentation processes in gut), overgrowth of gas-producing
bacteria and drugs such as corticosteroids that could possibly cause
intestinal mucosa atrophy and breakdown.
Symptoms of PI can include diarrhoea, constipation, abdominal pain,
rectal bleeding and mucous discharge. CT scan has high sensitivity and
is the best diagnostic modality for PI. The treatment of PI is based on the
severity of symptoms. The underlying cause of PI should be appropriately
addressed and managed in all cases. Patients with asymptomatic PI
need no further treatment but regular clinical review and monitoring are
advisable. Conservative management is preferable to surgical interven-
tion after careful exclusion of acute surgical causes or complications
such as bowel perforation, ischaemia or obstruction. For patients with
mild symptoms who do not require hospitalisation, antibiotics and ele-
mental diet are recommended. However, for acutely unwell patients with
moderate to severe symptoms, hospitalisation is usually required for
bowel rest or decompression, fluid and electrolyte replacements, ele-
mental diet or parenteral nutrition, antibiotics, high concentration oxygen,
hyperbaric oxygen therapy or octreotide infusion.
Our patient was managed conservatively as he did not exhibit any clini-
cal signs of peritonism or bowel ischaemia and surgical interventions
were deemed too risky given his underlying cardiac status. He was
treated with and has responded well to cycling oral antibiotics for small
intestinal bacterial overgrowth which was thought to be contributory to
his PI.
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Key learning points/Conclusion: This case report illustrates that PI
could be a rare gastrointestinal complication and presentation of SSc-
myositis overlap syndrome, therefore clinicians should be aware of this
uncommon manifestation of SSc. Other more common differentials
such as inflammatory bowel disease, infections or even an underlying
malignancy must be thoroughly assessed for and excluded.
Pneumoperitoneum in the context of SSc-associated PI is generally
benign in nature, spontaneous i.e. non-surgical and it occurs as a result
of spontaneous rupture of the air-filled cysts within the gastrointestinal
walls, rather than due to true bowel perforation. PI with or without pneu-
moperitoneum in patients with SSc is usually asymptomatic and only
discovered incidentally on imaging or screening endoscopy. However,
patients can present with more acute symptoms such as generalised
abdominal pain/tenderness, distension and/or vomiting. These clinical
presentations and imaging findings may simulate acute surgical abdo-
men such as bowel perforation and/or ischaemia, leading to diagnostic
dilemma and unnecessary or inappropriately risky surgical interven-
tions. Therefore, a precise diagnosis of PI and correct interpretation of
its clinical significance are crucial, since PI is generally managed con-
servatively with favourable response.
Surgical treatment is generally not preferred because GI involvement in
SSc is almost always extensive, and operative manipulation is likely to
result in post-operative complications. However, emergency laparot-
omy should be considered in patients who exhibit signs of peritonism
or bowel ischaemia and therefore timely involvement of surgeons and
multidisciplinary team is essential.

Abstract citation ID: rkac066.021
OA21 ANKYLOSING SPONDYLITIS MANAGEMENT WITH

INUMAB BUT RELATED INFLAMMATORY BOWEL

DISEASE

Sultan
Croydon, United Kingdom

Introduction/Background: Ankylosing spondylitis is a HLA B27
ciated inflammatory spondyloarthropathy. It can be a debilitating
ease affecting mobility and quality of life, therefore, effective symptom
and disease control is crucial and consists of pharmacological, includ-
ing biologics, and non-pharmacological modalities. Until recently,
pharmacological treatment options for spinal inflammatory disease
control was limited to mainly NSAIDs. Development of biological drugs
such as TNF inhibitors and selective Interleukin-17 inhibitors have revo-
lutionized the management especially for patients refractory to conven-
tional treatment. However, use of these novel biologics can come at a
cost of side effects including risk of infection and exacerbation of
underlying inflammatory conditions.
Description/Method: This 60-year-old Afro-Caribbean female was
referred to Rheumatology department with 1-year history of non-
radiating lower back pain, alternating buttock pain and morning stiff-
ness. On spinal and sacral MRI, she was found to have multiple
thoracic and lumbar spine Romanus lesions and active sacroiliitis and
had bilateral grade 2-3 sacroiliitis on plain x-rays of the sacroiliac joints.
She also had a raised ESR. There was no peripheral joint involvement,
psoriasis, inflammatory eye disease or previous history of inflammatory
bowel disease. Her HLA-B27 was negative. Subsequently, she was
diagnosed with AS. Previously, she had tried NSAIDs via GP including
Diclofenac and Naproxen. She was started on Etoricoxib.
Other issues included spinal canal stenosis at L4/L5 due to disc degen-
eration, facet joint and ligamentum flavum hypertrophy.
For non-pharmacological management she was under the care of
physiotherapy team who advised for regular physiotherapy, acupunc-
ture and hydrotherapy.
On follow up, she did not derive benefit from the Etoricoxib (BASDAI
8.5 and VAS 75), consequently underwent pre-biologic work up. After
these were confirmed as normal she was started on Secukinumab
150mg monthly injections (after weekly loading) as per the patient’s
preferred biologic choice.
After initiating Secukinumab, her AS improved significantly (reductions
in BASDAI to 2.5 and VAS 30). However, after six months, she devel-
oped gastrointestinal symptoms with mainly bloating, intermittent diar-
rhoea and epigastric abdominal pain. She then developed gradual
unintentional weight loss.
Under gastroenterologist care, she had extensive diagnostic workup
including upper GI endoscopy and colonoscopy (with biopsies), CT-
TAP, MRI small bowel and faecal elastase, all of which were normal.
However, her faecal calprotectin was high at 130mg/kg (normal range
0-51mg/kg).

Secukinumab was continued given her spinal disease improvement,
however, after 18 months of therapy and ongoing gastrointestinal
symptoms, Secukinumab was stopped in May-2021. Within weeks of
stopping her GI symptoms completely resolved.
Discussion/Results: Use of Secukinumab has been licensed for rheu-
matological diseases such as psoriatic arthritis, AS and plaque psoria-
sis. It works by antagonizing interleukin 17, which is a pro-inflammatory
cytokine. We started Secukinumab in this patient as per patient choice.
Considering she developed gastrointestinal symptoms it was important
to rule out IBD as Secukinumab has been associated with exacerbating
underlying IBD or even inducing new cases. For this purpose, part of
our workup included faecal calprotectin, colonoscopy and MRI to rule
out IBD.
We recommend for patient who are being treated with Secukinumab
that if they develop gastrointestinal symptoms it is important to con-
sider iatrogenic IBD. It is recommended in such cases to discontinue
Secukinumab and consider alternative biologics with a different mode
of action.
It is still not clear what risk factors may help to predict which patients
treated with Secukinumab for AS (or other seronegative disorders)
could develop iatrogenic IBD. It is also unclear why the epiphenome-
non of IBD can be exacerbated by IL17 inhibition when it is clear that
such cytokine targeting in AS, psoriasis and psoriatic arthritis is evi-
dently beneficial. Is there a role in pre-biologic screening and monitor-
ing during treatment using faecal calprotectin?
Key learning points/Conclusion: Though Secukinumab is an effec-
tive biologic in the management of symptoms and disease control in
Ankylosing spondylitis it can be associated with either flare or develop-
ment of Inflammatory Bowel Disease phenomenon.
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Introduction/Background: Whipple’s disease is rare chronic sys-
temic infection caused by the Tropheryma whipplei. Initially it was
thought it can only affect the Gastrointestinal tract but later on it was
discovered that it is multisystemic and can affect heart, brain, skin,
eyes and lungs. The common presenting features are gastrointestinal
tract symptoms like diarrhoea, vomiting, reduced appetite and weight
loss. Other common extra intestinal features are joints pain, uveitis,
and confusion and memory loss. Rarely, it can present with seizures
and other neurological deficits. It predominantly affects the males as
compared to females likely with defective T-Lymphocytes particularly
TH1 population function.
Description/Method: A 69 year old gentleman presented with unex-
plained weight loss, chronic diarrhoea, reduced appetite and abdomi-
nal bloating with travelling history in the past. Background history of
epilepsy, hypercholesterolemia and osteoarthritis. Initial blood tests
showed a normocytic anaemia along with lymphopenia. CT thorax and
abdomen found indeterminate mesenteric lymphadenopathy. Upper
GI endoscopy confirmed tiny proximal stomach tiny polyps, polypec-
tomy was done along with multiple biopsies taken from duodenum.
The duodenal biopsies histopathology report had shown an infiltration
of PAS stain positive foamy macrophages with mixed inflammatory
cells within the lamina propria along with broadening of villi.
Furthermore, no micro-organisms were seen, including fungi and
mycobacteria along with atypical cells. Histopathology is quite consis-
tent with Whipple’s disease however tissue biopsy for Whipple’s PCR
was negative but serum Whipple’s PCR was detected. On infectious
disease team advice he was started on ceftriaxone for two weeks later,
switched to oral trimoxazole for 12 months resulted in complete symp-
toms resolution along with negative Whipple’s PCR.
Three months later, Rheumatology team was involved as he had devel-
oped palindromic migratory polyarthritis along with raised inflamma-
tory markers, involving his right knee, right wrist, left elbow and then left
wrist along with active joint inflammation. Blood investigations had
shown weakly positive Rheumatoid factor with negative anti CCP and
ANA. The plain films of various joints did not show any early inflamma-
tory changes like periarticular osteopenia and erosions. Infectious dis-
ease team had suggested a repeat endoscopy reassuringly, he had
negative serum and biopsies Whipple’s PCR. After couple of weeks he
developed a left knee pain with joint effusion which was aspirated with
aseptic technique and the left knee synovial fluid came positive for
Whipple’s PCR. On Infectious team recommendation he was
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