
research and has important treatment implications for patients with co-
existent disease. When IBD is present, the choice of disease modifying
therapy can differ.
2. TNFi are used in the management of both CD and AxSpA however
there are differences in dose selection and dose titration between the
two conditions. Higher doses are typically used in IBD.
3. In patients with secondary non-response to TNFi, the British Society
for Gastroenterology (BSG) guidelines suggest measurement of drug
levels and ADAs to guide further management. In patients with
adequate drug concentration or positive ADAs, the BSG guidelines
suggest switching to an alternative TNFi or alternative class. In inflam-
matory rheumatic disease, clear clinical guidance does not yet exist
despite a growing body of evidence supporting the use of therapeutic
drug monitoring in some scenarios.
4. In patients with CD who formed ADA against one TNFi, gastroenter-
ology guidelines recommend the co-prescription of an immunomodu-
latory medication to reduce the risk of non-response to a second TNFi.
Current rheumatology guidelines do not advocate this approach and
this is an area of uncertainty in the management of AxSpA patients.
5. In all cases of co-existent IBD and SpA, close collaboration between
rheumatology and gastroenterology colleagues is of upmost
importance.
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Introduction/Background: Tumor necrosis factor (TNF) inhibitor ther-
apy is one of the primary modalities of treating spondyloarthritis.
However, infections secondary to biologic use is a common complica-
tion. Clostridium difficile is a gut colonizer which may become patho-
genic in the presence of dysbiosis and antibiotic use. Symptomatic
clostridium difficile infection(CDI) due to adalimumab(ADA) use causing
lymphocytic colitis(LC) is rarely reported. We present a case of axial
plus peripheral spondyloarthritis on adalimumab who developed CDI
and presented a therapy related dilemma.
Description/Method: We present a case of a 52-year-old lady who was
diagnosed as HLAB27 positive axial spondyloarthritis with bilateral sac-
roiliitis on MRI bilateral sacroiliac joint in 2016. She failed two non-
steroidal antinflammatory drugs (NSAID) with high disease activity
scores(BASDAI 8.6, BASFI 6.2, Spinal VAS 9). She was eventually initi-
ated on injection adalimumab in 2017. There was clinical improvement
after 6 months of initiating ADA. Repeat MRI spine and SI joint showed
resolution of inflammatory changes with adalimumab. Sulfasalazine was
added in the treatment protocol due to peripheral arthralgia, however she
developed a drug rash to it and it was stopped. In September 2021,
she developed recurrent non-bloody watery diarrhoeal episodes.
Adalimumab was stopped and she tested positive for Clostridium difficile
on three occasions. She received multiple courses of vancomycin, fidox-
amycin and metronidazole with partial resolution of diarrhoea.
Adalimumab was rechallended in January 2022 since her disease activity
was worsening in the absence of NSAID and biologic use. However, it
was paused again due to worsening of diarrhoea. Gastroenterology con-
ducted a Colonoscopy and biopsy of colonic polyps which showed
increased number of intraepithelial lymphocytes with no thickening of
subepithelial collagen plate suggestive of lymphocytic colitis (LC). It was
postulated that CDI may have been the trigger for her LC. She has been
started on local corticosteroid therapy(budesonide) for her LC. At this
junction, we were faced with the decision of restarting adalimumab for
her which may have been the original cause of her CDI.
Discussion/Results: We present this case in view of a dilemma
regarding which problem occurred first Did immunosuppression due to
adalimumab lead to CDI? Literature is not suggestive of increased risk
of CDI with adalimumab, especially in a non-inflammatory bowel dis-
ease (IBD) background. Was the lymphocytic colitis triggered by the
CDI or was clostridium difficile just incidentally detected on a back-
ground of LC? There is a well documented associated of LC with auto-
immune conditions and use of NSAIDs along with proton pump
inhibitor is another trigger for it. TNF alpha inhibitor is one of the treat-
ment modalities of refractory LC. Would it be appropriate to restart
ADA for her since she responded well despite there being a risk of
recurrence of a CDI? Finally, what is the role of gut dysbiosis in the role
of CDI and LC in this situation. Presently, she is planned to be treated
with local steroid therapy for her LC. ADA will be rechallenged once her
gut has responded to the steroid course. In the event of her gut worsen-
ing on a rechallenge, she will be given a trial of Infliximab.

Key learning points/Conclusion: The case highlights the crucial point
of thinking of causes of diarrhea apart from well documented condi-
tions of ulcerative colitis/Crohn’s disease in an immunosuppressed
spondyloarthritis patient. A detailed stool examination including bacte-
rial and parasitic examination is crucial in recurrent diarrhea. The
threshold for colonoscopy should be low when episodes are refractory
to treatment. The case-based conference gives us an opportunity to
receive feedback regarding further management approaches in this
case.
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Introduction/Background: Lupus enteritis encompasses mesenteric
vasculitis, enteric vasculitis, mesenteric arteritis and lupus peritonitis
and is an uncommon, potentially life-threatening presentation of SLE.
The prevalence in SLE patients ranges from 0.2% to 9.7% and up to
65% in SLE patients presenting with acute abdominal pain. This case
brings awareness to the gastrointestinal manifestations of lupus with
particular focus on the clinical and radiological features of SLE-related
vasculitis of the gastrointestinal tract. It highlights the importance of
recognising new ascites and hydronephrosis as a presenting feature of
LE with leucopenia, low C3 and raised IgA as additional associated fea-
tures.
Description/Method: A 48-year-old female presented to hospital
abdominal pain and vomiting. Abdominal CT imaging revealed small
bowel obstruction with extensive mural oedema and thickening of the
ileum, jejunum, ascending, transverse and descending colon. Ryle’s
tube was inserted and left on free drainage. Imaging also showed
ascites, bilateral hydronephrosis bilateral hydronephrosis, enlarged
pelvic lymph nodes, pleural effusions and a small pericardial effusion.
Past medical history included seronegative, anti-CCP positive rheuma-
toid arthritis for which she was on taking baricitinib 4mg daily and pre-
dnisolone 5mg daily. Otherwise she had a history of HbSC disease with
previous delayed transfusion reaction, urticarial vasculitis, fully treated
tuberculosis.
This was the patient’s 3rd presentation with recurrent abdominal pain,
vomiting and small bowel obstruction in the preceding last 6 months. 6
weeks prior to the current presentation she underwent a laparotomy,
revealing a chronic dilated�40cm segment of small bowel and�800ml
ascites. Histology revealed normal mucosa with no evidence to support
inflammatory bowel disease, tuberculosis or infective colitis, but was
significant for sub-mucosal fat necrosis with foamy histiocytes present.
On this occasion, the clinical picture deteriorated with the development
of hospital acquired pneumonia, acute kidney injury (creatinine 170,
urine protein:creatinine ratio of 615) and fluid overload (albumin 27)
requiring admission to intensive care unit.
Immunology results revealed ANA 1/2560 speckled, anti-dsDNA 72 IU/
ml, Ro-60 positive, RNP 70 positive, C3 0.51 (ref range (0.90-1.80 g/L),
C4 0.18 (ref range 0.10 – 0.40 g/L), rheumatoid factor <10, anti-CCP
154 (ref range (0-7IU/ml).
A diagnosis of systemic lupus erythematosus (SLE) with lupus enteritis
and probable lupus nephritis was made. Pulsed methylprednisolone
and belimumab therapy were commenced followed by the addition of
mycophenolate mofetil resulting in sustained improvement in clinical,
biochemical and radiological parameters and no further episodes of
bowel obstruction.
Discussion/Results: LE is an uncommon but potentially life-
threatening complication of SLE. Symptoms for LE can vary from mild
intermittent diffuse abdominal pain, nausea, vomiting, bloating, diar-
rhoea to acute abdominal pain, with urinary symptoms present in up to
20%. LE is most likely to occur in patients with high disease activity,
determined by disease activity measures such as the BILAG or
SLEDAI. Abdominal computer tomography (CT) is the gold standard
investigation with the typical features being diffuse or focal bowel wall
thickening and oedema (‘target sign’), mesenteric vasodilation (‘comb
sign’), dilatation of intestinal segments and ascites. Endoscopy may
show ischaemia and ulcerative changes, but biopsies are often normal.
Full thickness biopsies may be required. Urinary tract involvement and
hydronephrosis have been described in association with LE.
There are currently no specific available guidelines or recommenda-
tions for the treatment of LE. Rapid improvement is seen following
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