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New-onset systemic lupus erythematous in a
patient receiving risankizumab for psoriasis
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INTRODUCTION
Systemic lupus erythematous (SLE) and psoriasis

are both chronic immune-mediated diseases, with
the former caused by T-helper 1- (Th1-), Th2-, Th17-,
and B-cell activation and the latter caused primarily
by Th17 activation.1,2 Coexistent psoriasis and lupus
erythematosus have been reported but is rare. In one
retrospective study, 0.69% of psoriasis patients had
SLE, and 1.1% of patients with SLE had psoriasis.3

Drug-induced lupus (DIL) is a well described phe-
nomenon and has been reported with a number of
medications, classically procainamide and hydral-
azine in slow acetylators. The presentation could be
purely cutaneous, systemic, or both, depending on
the medication.4 The onset of symptoms can be
weeks to months after drug exposure and classically
has been associated with the presence of antihistone
antibodies.5 Reports on tumor necrosis factor-a
inhibitor-induced lupus have become of particular
interest, given the widespread use of tumor necrosis
factor-a inhibitors in chronic immune-mediated dis-
ease.6 Currently, no other class of biologics have
been implicated in drug-induced SLE. Herein, we
report a case of new-onset SLE with a pan-positive
lupus antibody profile, including antihistone anti-
bodies, developing approximately 15 months after
starting risankizumab for the treatment of psoriasis.
CASE REPORT
A 25-year-old woman presented to our clinic for

evaluation of a widespread rash that was clinically
consistent with psoriasis. Her psoriasis began after
the delivery of her first child and involved the scalp,
face, arms, legs, and trunk. She had no family history
of psoriasis, lupus, or rheumatoid arthritis. Her
psoriasis epidemiology screening tool test was
Department of Dermatology, Good Samaritan Regional

l Center/Silver Falls Dermatology, Salem, Oregona; and

r Dermatology Partners, Mill Creek, Washington.b

ources: None.

val status: Not applicable.

dence to: Eingun James Song, MD, Frontier

ology Partners, 15906 Mill Creek Blvd, Suite #105, Mill

WA 98012. E-mail: ejs@northsoundderm.com.
negative for psoriatic arthritis. Her estimated body
surface area was 6%, with an investigator’s global
assessment score of 3. She was initially treated with
clobetasol 0.05% solution, clobetasol 0.05% cream,
ketoconazole 2% shampoo, and oral methotrexate
15 mg/week. After 6 months of combined treatment,
the patient was not satisfied with her skin clearance
and was subsequently switched to risankizumab
150 mg. At her 3emonth follow up, the patient’s
skin was completely clear.

At the followup 16 months after starting risanki-
zumab, the patient reported a 1emonth history of
increasing pain and swelling of her hands and knees
associated with prolonged morning stiffness and
fatigue. She did not have any appreciable rash, and
on physical examination, she did not exhibit any
signs of enthesitis or dactylitis. She was initially
treated with indomethacin 50 mg thrice daily, which
did not improve her symptoms, and she ultimately
required a prednisone taper, which led to temporary
relief. The patient was subsequently referred to
rheumatology for further evaluation. Plain films of
her hands and knees were unremarkable. Her
laboratory test results were remarkable for high-
titer antinuclear antibodies, as well as for the
presence of antiedouble stranded DNA antibodies,
antichromatin, anti-Smith, antinuclear ribonucleo-
protein, anti-SSA, and antihistone antibodies. She
also tested positive for cyclic citrullinated peptide
and rheumatoid factor. She had an elevated
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Table I. Initial laboratory results from the time of diagnosis of systemic lupus erythematosus

Laboratory test Present case Reference value/range

ANA [1:640 # 1:40
ESR 89 mm/h Women: 0-20 mm/h

Men: 0-15 mm/h
CRP 2.66 mg/dL # 0.8 mg/dL
CCP 28 units \20 units
Anti-dsDNA 238 IU/mL (highesalt- positive) 0-7 IU/mL
Antichromatin antibody Positive Negative
Anti-Smith antibody Positive Negative
Anti-RNP Positive Negative
Anti-Ro/SSA 1 SSB antibody Positive Negative
Antihistone antibody Positive Negative
Antiphospholipid antibody Negative Negative
Rheumatoid factor Positive Negative
C3 48 mg/dL 100-233 mg/dL
C4 5 mg/dL 14-48 mg/dL
Vitamin D 13.4 ng/mL 30-60 ng/mL
HCV Negative Negative
Platelets 542,000/�L 150,000-450,000/�L
Creatinine 0.52 mg/dL Women: 0.50-1.10 mg/dL

Men: 0.70-1.30 mg/dL

ANA, Antinuclear antibody; anti-dsDNA, antiedouble-stranded DNA antibody; Anti-RNP, antinuclear ribonucleoprotein; CCP, anticyclic

citrullinated peptide; CRP, C-reactive protein; ESR, erythrocyte sedimentation rate; HCV, hepatitis C virus.
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sedimentation rate and a low complement level.
Laboratory results are summarized in Table I. Based
on her immunologic profile and clinical examina-
tion, the patient met the European League Against
Rheumatism and the American College of
Rheumatology SLE classification criteria.7

Given the patient’s pan-positive lupus serology
profile, including antihistone antibodies, drug-
induced SLE was considered although pan-positive
titers usually follow idiopathic SLE.5 Additionally,
lower levels of complement, as seen in Table I, can
be further indicative of an idiopathic cause of SLE.
Notably, she had negative antiphospholipid anti-
bodies, which ruled out antiphospholipid syndrome.
After consultation with rheumatology, it was decided
to discontinue risankizumab, initiate treatment with
hydroxychloroquine 200 mg twice daily, and transi-
tion to ustekinumab 45 mg. Ten months after her
diagnosis of SLE, the patient has maintained a
Psoriasis Area and Severity Index score of 100 with
good joint control and normalization of her comple-
ment levels while on ustekinumab 45 mg subcuta-
neously every 12 weeks and hydroxychloroquine
300 mg once daily.

DISCUSSION
While SLE is most likely due to a complex

interplay between genetics and environmental
factors, one should always consider the possibility
of a drug-induced phenomenon. DIL represents 6%
to 12% of all lupus cases, with an annual incidence of
15,000 to 30,000 new cases per year in the United
States. The distinction between DIL and SLE comes
from the chronological relation of symptoms to new
medication start as well as resolution with removal of
the offending agent. Additionally, antibody tests can
be used to help differentiate idiopathic SLE fromDIL,
as certain patterns have been established; however,
these are not entirely exclusive. Antihistone antibody
positivity has the highest correspondence to drug-
induced systemic lupus, yet is not unique to DIL and
can be found in cases of idiopathic SLE as well.5

In our patient, the onset of symptoms after starting
risankizumab and her pan-positive lupus antibody
profile raised the question of DIL. However, since the
patient had concurrently began treatment with hy-
droxychloroquine, while discontinuing risankizumab
and subsequently starting ustekinumab, the true
timeline of the resolution of her symptoms may be
difficult to establish. Furthermore, it is certainly
conceivable that her SLE coincidentally developed
after starting risankizumab. Interestingly, as ustekinu-
mab is currently in clinical trials for use inpatientswith
SLE, this case may add ancillary data to the possible
effectiveness and safety in this population.8,9 As our
case is just a single report of this potential association,
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time will tell whether DIL is a true signal for risanki-
zumab or just a mere coincidence.
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