
P055 TABLE 1:

Behaviour Effect of worry

Social distancing� Mean worry correlated with proportion of parti-
cipants social distancing

Self-isolation (staying at
home despite no symp-
toms or known exposure
to cases)

�

Mean worry correlated with proportion of parti-
cipants self-isolating

No action to protect
against coronavirus

�
Mean worry negatively correlated with proportion

of participants not social distancing or self-
isolating

Mask wearing or remaining
home

��
Participants with higher worry score more likely to

not leave home at all during the week
Participants with higher worry score more likely to

remain outside and not enter buildings during
the week

Participants with higher worry score more likely to
wear a mask every time they leave home

Participants with lower worry score more likely to
not wear a mask

Participants with lower worry score more likely to
wear a mask only ‘sometimes’

Level of self-reported worry, associated with a range of behaviours.
�

Pearson’s correlation, P< 0.001.
� �

ANOVA, P< 0.05.

Conclusion
The number of confirmed cases of COVID-19 is associated with the
level of worry, and consequent behaviour change, amongst UK adults
with rheumatic conditions. This suggests that the number of cases,
government response, and media portrayal affect how worried
participants feel. This in turn drives behavioural change towards
COVID-avoiding behaviours. This phenomenon appears exclusive to
UK-based adults, suggesting differences in the perception of the
threat posed by COVID varies between countries.
Disclosure
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Background/Aims
Here we present the case of a 47-year-old female with long COVID-19
syndrome presenting with four episodes of acute onset angioedema in
the absence of urticaria or pruritis affecting the mucosal layer of the
lips and tongue.
Methods
She had been taking lisinopril for the last 18 months. She was
diagnosed with COVID-19 in March 2020 presenting with fever, cough,
shortness of breath and anosmia. She did not require hospital
admission initially however has been readmitted twice with profound
breathlessness and fever. She has subsequently developed a long
COVID-19 syndrome with a daily, fluctuating fever of up to 39 8C for the
last six months, profound fatigue, persistent shortness of breath with
bilateral ground glass changes seen on high resolution CT chest
imaging and mild anaemia. During this time, she subsequently
reported four episodes of acute onset of severe angioedema affecting
the lips and tongue for which she self-medicated with anti-histamines.
Results
Following disclosure of these episodes her lisinopril was ceased and
there have been no further episodes to date. There are two other case
reports in the literature that propose a potential relationship between
angiotensin-converting enzyme (ACE) inhibitor induced angioedema
and COVID-19. It is known that SAR-CoV-2 binds with high affinity to
angiotensin converting enzyme 2 receptors which are found in oral
tissues, heart, kidneys and the lung. ACE inhibitors can be associated
with angioedema in approximately 0.5% of patients prescribed an ACE
inhibitor. It occurs most commonly in the first year following instigation
of treatment but can occur years later. The proposed mechanism of
action is via the degradation of bradykinin. Bradykinin is converted

from Kallikrenin by C1 esterase, and ACE in turn metabolises
bradykinin.
Conclusion
Bradykinin affects vascular permeability and results in vasodilatation,
when patients take an ACE inhibitor there is a slower rate of bradykinin
degradation and therefore this accumulation results in ACE inhibitor
induced angioedema. SARS-CoV-2 binds to the ACE2 receptors.
ACE2 is thought to counterbalance ACE in the renin-angiotensin
system, it is theorised that the potential downregulation of ACE2 by the
presence of bound SARS-CoV-2 may therefore potentiate angioe-
dema in susceptible individuals. At present we cannot confirm this
proposed relationship and global current consensus supports the
ongoing use of ACE inhibitors during the pandemic but clinicians
should continue to be aware of emergent pathologies related to the
COVID-19 pandemic.
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Background/Aims
The pathogenesis and outcomes of COVID-19 in patients with
autoimmune disease remains poorly understood. We aimed to
evaluate clinical features and antibody mediated immunity against
severe acute respiratory syndrome coronavirus 2 (SARS-CoV-2) in
subjects with autoimmune disease, compared to those without.
Methods
Patients who developed COVID-19 were identified through the audit
department/clinician identification. In total, there were 48 subjects with
autoimmune disease and confirmed COVID-19. Of these patients, 6
had sadly died. In recruited patients, clinical data regarding COVID-19
symptoms, treatment and outcomes were collected. Blood was taken
for quantitative serology testing against SARS-CoV-2 using the
Mologic test kit. A binary logistic regression was used to compare
serology results in subjects with and without autoimmune diagnoses.
Results
Our sample included 103 participants. 26 subjects with autoimmune
disease and confirmed COVID-19 were recruited, the most common
diagnoses being rheumatoid arthritis (27%), psoriatic arthritis (19%)
and inflammatory bowel disease (15%). 21 of 28 participants were on
immunomodulatory medications including 16 on conventional syn-
thetic disease modifying anti-rheumatic drugs (DMARDs), four on
biologic DMARDs and one on tacrolimus. We age- and gender-
matched these subjects to 26 without autoimmune disease with
confirmed SARS-CoV-2 infection. 17 further subjects reported viral-
symptoms during the COVID-19 pandemic but had negative serology.
30 subjects had rheumatic conditions but denied symptoms sugges-
tive of COVID-19. 4 of the asymptomatic patients tested positive for
COVID-19 on serology. 23 stored serum samples, obtained before
2019, were all negative for antibodies against SARS-CoV-2. In patients
with confirmed COVID-19, clinical features and serology were
compared in those with and without autoimmune disease. Logistic
regression showed a significant impact of COVID-19 severity on
antibody titres in people with and without autoimmune disease
(p¼0.003 and <0.001 respectively). In both mild and severe disease,
autoimmunity had no effect on antibody titres (p¼ 0.253 and 0.119
respectively).
Conclusion
People with and without autoimmune disease presented with similar
symptoms of COVID-19. In our sample, subjects with autoimmune
disease were less likely to be hospitalised or require respiratory
support. Serology revealed no difference in antibody titres against
SARS-CoV-2 in participants with and without autoimmune disease.
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P057 TABLE 1: A comparison of the clinical features of COVID-19 in patients with
and without autoimmune disease

Participants with auto-
immune disease (n¼26)

Participants without
autoimmune disease
(n¼ 26)

Average age 58 55
Male to female ratio 10:16 10:16
Ethnicity

White 50%
Black 23%
Asian 27%

White 62%
Black 12%
Asian 15%
Other 4%

Co-morbidities
Hypertension 35%
Diabetes 19%
Obstructive lung

disease 12%
Interstitial lung

disease 12%
Ischaemic heart

disease 4%

Hypertension 23%
Diabetes 20%
Obstructive lung

disease 15%
Interstitial lung disease

0%
Ischaemic heart

disease 12%
Most common symptoms

of COVID-19 infection Malaise 73%
Cough 73%
Fever 70%
Dyspnoea 62%

Malaise 84%
Cough 85%
Fever 77%
Dyspnoea 65%

Level of care required
during acute illness Home 39%

Ward 57%
Intensive Care

Unit 4%

Home 27%
Ward 58%
High Dependency Unit

15%
Respiratory support

None 65%
Oxygen therapy 30%
Non-invasive

ventilation 0%
Invasive

ventilation 5%

None 46%
Oxygen therapy 38%
Non-invasive

ventilation 15%
Invasive ventilation 0%
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