
chest tightness for which he had not sought medical attention. He had no
recenttravelhistory.Physicalexaminationwasunremarkable.
On admission, COVID-19 tests revealed evidence of prior infection with
negative SARS-CoV-2 polymerase chain reaction test but positive
SARS-CoV-2 antibodies. Blood tests revealed a marked inflammatory
state with a C- reactive protein of 122mg/L, plasmas viscosity of 2.76,
Ferritin 777ug/L, Interleukin-6 of 25 ng/L and normocytic anaemia with a
Haemoglobin of 77g/L. Immunology tests were negative for anti-neutro-
phil cytoplasmic antibody, anti-glomerular basement antibodies, HLA-
B27, anti-citrullinated protein antibody, rheumatoid factor, and nuclear
antibodies, with normal IgG 4 subclasses. Microbiology workup showed
negative blood cultures, syphilis screen and Hepatitis B and C serology.
Temporal artery ultrasound was unremarkable. Troponin-T, pro-B-type
natriuretic peptide, electrocardiogram and echocardiogram were nor-
mal.CTthoraxabdomenpelvis revealed inflammatorychangesurround-
ing the aortic arch extending all the way down the aorta in keeping with a
florid inflammatoryaortitiswithnoaneurysmsseen.
Rapid resolution of symptoms was seen with commencement of
Prednisolone 40mg once daily, with normalisation of CRP one week later
and subsequent normalisation of haemoglobin and plasma viscosity. A
repeat CT aorta 2 weeks after commencement of prednisolone demon-
stratedareduction in thethicknessof the inflammatory rindover theaorta
from 6mm to 2mm. The patient now continues a reducing regime of pre-
dnisoloneandremainsinclinicalremission.
Casereport -Discussion: Inchildren,Kawasaki likediseaseassociated
with COVID-19 is well described and can result in coronary artery inflam-
mationandaneurysm.Inadults,COVID-19associatedcutaneousvascu-
litis is well recognised however there are only a small number of case
reports of organ specific vasculitis including the central nervous system,
retina,andsmall bowel.Toourknowledge this is the first reported caseof
aortitisassociatedwithCOVID-19infectioninanadultpatient.
The mechanisms underlying the development of COVID-19 associated
vasculitisarenotestablishedbutmaybesecondarytoendothelial inflam-
mation.Findings fromahistologicalcaseseriessuggest thatSARS-CoV-
2 can infect endothelial cells directly, possibly via endothelial ACE2
receptors, leading to inflammation in the endothelium. Another postu-
lated mechanism is that endothelial cell dysfunction and inflammation is
caused by the cytokine storm that can be seen in some patients with
COVID-19infection.
Our patient responded very well to corticosteroid treatment. However, in
case of a relapse his cytokine profile could be helpful in directing further
therapeutic options. IL-6 levels were elevated in our patient. Studies
show that IL-6 appears to play a dominant role in the cytokine storm. In a
reportof150patients IL-6wasfoundtobesignificantlyhigher in thegroup
withseverediseaseandpossiblypredictiveofmortality.The IL-6antago-
nist, Tocilizumab, has also been used with promising results. The first
report of its use was in China in 21 critically ill COVID-19patients with sig-
nificant improvements. Since this first report, further clinical trials are
underway investigating the efficacy and tolerability of IL-6 antagonists in
patients with COVID-19 disease. Expanding our understanding of the
pathogenesis of COVID-19 associated vasculitis is a critical area for
future research to identify other immune targets for novel/ existing thera-
peuticagents.
Casereport-Keylearningpoints

Vasculitis including aortitis can be a complication of COVID-19
infection.

Endothelial cell inflammation is likely to play key role in the pathogene-
sis of COVID-19 associated vasculitis.

In addition to corticosteroids, other immune-modulating drugs pres-
ently used in rheumatology may be effective therapeutic agents.
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Case report - Introduction: We describe an acute onset self-limiting
seronegative non-destructive symmetrical polyarthritis five weeks after
laboratoryconfirmedCOVID-19infection.
Case report - Case description: A 37-year-old male hospital doctor of
presented to the Early Inflammatory Arthritis clinic with a four-week his-
tory of acute onset joint pain, swelling and early morning stiffness in
excess of two hours. The symptoms began at the left ankle with Achilles’
tendonitis but progressed over the following 72 hours to a symmetrical
polyarthritis affecting the wrists, proximal interphalangeal joints, should-
ers,elbows,andknees.
Approximately five weeks prior to the onset of his joint symptoms he had
laboratory confirmed SARS-CoV-2 infection with six days of fever, non-
productivecough,andfatigue.Hedidnotrequirehospitalisation.

His past medical history was significant for biopsy proven non-alcoholic
fatty liverdisease.Therewas noprior historyof inflammatoryarthritis and
no personal or family history of skin psoriasis, inflammatory bowel dis-
ease or uveitis. There was no preceding genitourinary or gastrointestinal
upset. His family history was significant for a sister with seronegative
rheumatoidarthritis forwhichshewastakingsulfasalazine.
Examination revealed a normal BMI, synovitis at the wrists and proximal
interphalangeal jointswithoutevidenceof jointeffusion in the large joints.
Blood tests revealed elevations in the ESR (83 mm/hour, reference range
0-10 mm/hour)andCRP(25mg/dL, referencerange<5mg/dL).Serology
wasnegative for the rheumatoid factor, anti-CCPantibodies,antinuclear
antibodies,andanextractablenuclearantigenpanel.Radiographsof the
affected joints were unremarkable. Serological testing was positive for
anti-SARS-CoV-2IgGantibodies.
He was started on oral Prednisolone 20mg daily and an NSAID with good
symptomatic response and normalisation of his ESR (5mm/hour) and
CRP (<1mg/dL). The course of prednisolone was tapered over a 6-week
period and he is still in steroid free remission with normal inflammatory
markers at follow up. The patient was given a diagnosis of a post-viral
reactivearthritiswhichwasattributedtotheprecedingCOVID-19illness.
Case report - Discussion: Post infectious inflammatory arthritis has
been described with many viral infections including: hepatitis virus, par-
vovirusB19,enterovirus,rubella,alphavirus(includingChikungunya), fla-
vivirus (including Zika), herpes viruses (including Epstein-Barr virus),
varicella, cytomegalovirus and human immunodeficiency virus (HIV).
Interestingly, viral arthritis has not been reported in influenza and human
coronaviruses (including SARS and MERS). Arthralgia was reported in
14.9% of laboratory confirmed COVID-19 cases in China during the early
phases of the pandemic but inflammatory arthritis was not well
described.
The clinical course of the inflammatory arthritis in this case was self-limit-
ing with enthesitis and synovitis resolving within six weeks of onset with
the mainstay of treatment being symptomatic relief in the form of non-
steroidalanti-inflammatorydrugsandcorticosteroids.
Patient perspective: When I woke up that Tuesday morning with severe
joint pains and stiffness, I knew something was not right. It was not like
anything I have felt before in terms of my joints, having had sports injuries
inthepast. ItwastothepointwhereIwasevenstrugglingtogofromsitting
tostanding.WithoutPrednisolone, I feelas if Iwouldnothavebeenableto
work and may even have been house bound. I was relieved that this
inflammatoryarthritisdidrespondtoPrednisolone.Aftersixweeksoftak-
ingPrednisolone, theconditionseemedtosettle.
Case report - Key learning points: A self-limiting episode of inflamma-
toryarthritismayoccurfollowingCOVID-19infection.
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Casereport - Introduction:COVID-19 infectioncausedbyanovelcoro-
navirusSARS-coV-2hasmadethediagnosisandthetreatmentof inflam-
matory diseases incredibly challenging. On the one hand, because of its
pro-inflammatory state, that may aggravate or trigger flares in autoim-
mune diseases such as systemic lupus erythematosus (SLE). On the
other hand, the risk of an immunosuppressive therapy during the active
phase SARS-coV-2 infection that may lead to catastrophic outcomes.
We report a case of a 24-year-old female newly diagnosed with SLE dur-
ing COVID-19 pandemic who developed COVID-19 infection during her
inductiontreatmentfor lupusnephritis.
Case report - Case description: A 24-year-old Nepali female, with no
past medical historyof note,presented toher regionalhospitalwith ahis-
tory of flu-like symptoms few daysago, peripheral oedema, acute kidney
injurywithproteinuriaandhypertension.Further investigations showeda
hightitreofdouble-strandedDNAantibodies,anti-cardiolipin IgMandB2
microglobulin positive and low C3. She also developed a haemolytic
anaemia and thrombocytopenia during her admission. She received
pulsedsteroid therapyandwasstartedonmycophenolatemofetil (MMF)
for a probable lupus nephritis awaiting the results of biopsy, which
showed later a lupus nephritis Class IV-G with active lesions. She then
developed symptoms of COVID-19 infection and had a positive PCR
leading to an interruption of her induction therapy. She was recruited to
the RECOVERY trial on the lopinavir-ritonavir arm and made a good
recovery.
Case report - Discussion: It is well known that viruses can trigger or
aggravate auto-immune response in patients predisposed genetically.
However, the role of SARS-coV-2 is not elucidated yet. The EULAR
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