
daily, increase immunosuppression, either by increasing dose
of immunosuppressive being given (e.g. azathioprine) or add-
ing a new immunosuppressive.4 During this time, consider
whether the patient is compliant with the regimen you estab-
lished prior to flare: Compliance (defined as taking the medi-
cation as directed 80% of the time) occurs in only 50–70%
of SLE patients: Poor compliance is associated with young
patients, those with poor social and economic support systems,
less educated, and those with strong beliefs in adverse effects
of Western medications and/or utility of other healing
approaches.5 I may choose to use intravenous medications in
situations such as these. Most SLE patient use complementary
supplements: Those that should be discouraged include St
John’s wort, which interferes with metabolism of many drugs.
Vitamin D levels should be normalised. N-acetylcysteine, poly-
phenols, omega-3 fatty acids, fish oil and thundervine herb
may all have benefits but have not reached general acceptance
in the medical community. Since the number of SLE flares is
strongly correlated with damage to many body systems, with
poor quality of life, and with most of the causes of death of
SLE patients, physicians and other caregivers are obligated to
identify SLE flares early and suppress them.

Learning objectives
. Differentiate between infection and flare in patients with SLE
. Describe key biomarkers associated with SLE flare
. Explain how best to differentiate infection from SLE flare
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02 MANAGEMENT OF REFRACTORY DISCOID LUPUS

Annegret Kuhn. University Hospital Muenster, Germany

10.1136/lupus-2019-la.20

Discoid lupus erythematosus (DLE) is the most common form
of chronic cutaneous lupus erythematosus (CCLE) and occurs
as localised form (ca. 80%) or disseminated/generalized form
(ca. 20%). The localised form presents with lesions on the
face and scalp, especially the cheeks, forehead, ears, nose, and
upper lip, whereas the generalized form presents with lesions
involving the upper part of the trunk and the extensor aspects
of the extremities.1 The lesions of DLE consist of sharply-
demarcated, coin-shaped (‘discoid’) indurated erythematous
plaques with adherent follicular hyperkeratosis.2 During the
course of the disease the lesions may expand at the periphery
with an active erythematous border and hyperpigmentation,
resulting in atrophy, scarring, telangiectasia and hypopigmenta-
tion in the center of the lesions. At the scalp, eyebrows and

bearded regions of the face, DLE can progress to total, irre-
versible scarring alopecia. In the perioral region, the lesions
can lead to characteristic pitted acneiform (‘vermicular’) scar-
ring.3 Mucosal DLE presents with chronic buccal plaques,
showing typical roundish lesions with peripheral white hyper-
keratotic striae and central atrophy, erosion or ulceration.
Exposure to the sun or irritating stimuli (‘Koebner phenom-
enon’), such as trauma, can provoke or exacerbate the dis-
ease.4 DLE lesions occur in approximately 15–25% of patients
in the course of SLE, but more than 95% of patients with
DLE lesions suffer from cutaneous disease only. First-line
treatment options in DLE include topical corticosteroids or
calcineurin inhibitors; in patients with disfiguring and wide-
spread disease, systemic agents need to be applied.5 The first-
line systemic treatment is antimalarials, but some patients are
therapy-resistant and immunosuppressive agents, such as
methotrexate or mycophenolate mofetil, are used as alternative
therapeutic option. The monoclonal antibody belimumab,
which is approved for SLE as an adjunct therapy for patients
with autoantibody-positive disease who despite standard ther-
apy show high disease activity, may be effective, but needs to
be evaluated using validated skin scores.

Learning objectives
. Describe the different types of skin manifestations in DLE
. Explain the preventive strategies for DLE including

photoprotection
. Discuss the topical and systemic treatment options for DLE
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03 MEMBRANOUS NEPHROPATHY: HOW AGGRESSIVE
SHOULD I BE?

Dimitrios T Boumpas. National and Kapodistrian University of Athens, Greece

10.1136/lupus-2019-la.21

Compared to proliferative lupus nephritis (PLN), membranous
lesions are less inflammatory, have a more benign course,
require less aggressive therapy, and have better prognosis.1

The 2012 EULAR/EDTA recommendations for lupus nephritis2

were recently updated (Fanouriakis A, et al 2019 to be
submitted).
Goals of therapy Optimisation (preservation or improvement)
of renal function with at least 25% reduction in proteinuria
at 3 months, 50% at 6 months and a urine protein/creatinine
ratio (UPCR) target below 0.5–0.7 mg/g by 12 months (com-
plete renal response).
Initial therapy Glucocorticoids and immunosuppression if
UPCR exceeds 1 mg/g despite the optimal use of renin-
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