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Eculizumab is a long-acting humanized 
monoclonal antibody targeted against 
complement C5.  By preventing the cleavage 
of C5 into C5a and C5b, the deployment of the 
terminal complement system, including the 
formation of the membrane attack complex 
(MAC), is inhibited.  The FDA approved 
Eculizumab in 2019 for the treatment of 
neuromyelitis optica spectrum disorder 
(NMOSD) in adult patients who are anti-
aquaporin-4 (AQP4) antibody positive.
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• We believe this to be the first reported 
case of CLE flare secondary to Eculizumab 

• The underlying etiology is unclear, but it is 
possible that it is related to 
photosensitivity

• This could have occurred due to an 
isomorphic response in an individual with 
pre-existing CLE
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Here we present a case of a 37 year old female 
patient diagnosed with NMOSD in 2018 with a 
serum AQP4 level of 3260.5 U/mL. She had been 
diagnosed with Cutaneous Lupus Erythematosus 
(CLE) seven years prior.  CLE was well-controlled 
with hydroxychloroquine sulfate and prednisone.  

September 2019 - Patient received her first dose of 
eculizumab with repeat infusions every two weeks. 

October 2019 - Patient developed multiple painful 
cold sores, which was not an expected side effect.  
Despite treatment with an anti-viral agent, 
valcyclovir, cold sores persisted throughout her 
treatment.  MRI of the brain and cervical spine 
indicated stability of NMOSD without recurrent 
episodes of optic neuritis.  

February 2020 - Patient developed new symptom 
of dry eyes.

April 2020 – Patient presented with a painful rash 
around her face, neck and chest.  She was 
evaluated by Dermatology and Rheumatology.  

June 2020 - Skin biopsy confirmed CLE flare.  She 
was started on high dose steroids and Eculizumab 
was discontinued. 
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SLE can be triggered by a deficiency in the 
classical complement pathway leading to 

an inability to clear antigen-antibody 
complexes, chromatin, or other immune 

aggregates. 

However, this is most commonly due to 
deficiency in C1q, C2, or C4. Eculizumab 

does not target these. 

The exact molecular mechanism of CLE 
is not fully understood. Drug Induced CLE 

is histopathologically identical to 
idiopathic CLE

Drug induced CLE has been reported in at 
least 38 different medications, including 

various antihypertensives, anticonvulsants, 
antifungals, TNFa inhibitors, immune 

checkpoint inhibitors, PPIs, and 
chemotherapeutics

Lowe et al noted that most of these 
medications can increase photosensitivity. 
They hypothesized that these medications 

may nonspecifically induce CLE skin lesions 
via an isomorphic response

Eculizumab does have a reported 
increased risk of photosensitivity


