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ABSTRACT 

Erythema multiforme (EM) is a hypersensitivity reaction characterized by varying degrees of blisters and ulcerations. We report a case of 4 y old 

girl child born for Non-custodial parents who has a history of seizures and a known case of carbamazepine-induced SLE (Systemic Lupus 

Erythematosus) when treated with anti-inflammatory drugs developed EM. The offending drug was identified and withdrawn. Steroid was given as 

a part of symptomatic treatment. Non-steroidal anti-inflammatory drugs (NSAIDs) are one of the most commonly prescribed groups of drugs for a 

variety of indications. The patient gradually improved and got discharged. 
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INTRODUCTION 

Erythema Multiforme (EM) is an acute mucocutaneous inflammatory 

and hypersensitivity reaction characterized by skin eruption, with 

symmetric erythematous edematous or bullous lesion of the skin or 

mucous membrane. More than half of the cases are caused by 

medications or immunotherapy [1]. Erythema multiforme commonly 

affects young age groups. However, all age groups can be affected. 

Typically in Erythema Multiforme, few to hundreds of skin lesion 

erupts with 24 h. The lesions are first seen on the back of hands or 

top of feet and then spread along the limbs and trunk. The upper 

limbs are mostly affected. There may be itching and burning 

sensation. The initial lesions are sharply demarcated, round, 

red/pink and flat and gradually enlarge to form plaques. Lesions 

usually evolve over 72 h [2-4]. The pathophysiology of EM is still not 

completely understood, but it is probably immunologically 

mediated. Culprit drugs are antibiotics, anticonvulsants, and 

NSAIDS. Sulfa drugs are the most common triggers. Herpes infection 

is the most common infection which causes EM. A full skin 

examination is required for differential diagnosis with other skin 

disorders. 

The treatment is usually symptomatic. The cause should be 

identified at most early if a drug is suspected and it must be 

withdrawn as soon as possible. This includes all medications begun 

during the preceding 2 mo. Studies have shown that prompt 

withdrawal of causative drugs will reduce the risk of death by about 

30% [5-9]. Herein we discuss a case of NSAID-induced EM. 

CASE REPORT 

A 4 y old girl with normal birth and developmental history born to a 

NCP parents, has a history of seizures from 3year of age with 

complex partial seizure semiology on medication Tegretol 

(carbamazepine) and Frisium (clobazam) started 10 mo back. She 

had joint pain and rash during last 5 mo which was evaluated in 

February 2016 and diagnosed as drug induced SLE 

(carbamazepine). Carbamazepine was stopped, and a dose of 

Frisium was hiked. The ANA profile was positive, anti-histones were 

also positive. Pediatric Rheumatology confirmed the case to be SLE 

with its systemic complication (Lupus Arthritis). She was treated 

accordingly and discharged with Tab hydroxychloroquine 100 mg 

OD and Tab naproxen 250 mg ½ TID. After 3days she again got 

admitted with rashes in the forearms and recurrent episodes of 

seizures. On examination her vitals where stable, no lateralizing 

neurological signs, Koebner Phenomenon was positive. She was 

loaded with Inj. leviteracetam (Levipil) 1g and she had further 

events during which dose of Levipil was hiked. Her 24 h VEEG done 

showed Left Focal seizures. She was given inj lorazepam 2 mg stat 

and shifted to ICU for further monitoring. She had skin rashes during 

admission for which dermatology consultation was taken and 

confirmed to be Erythema Multiforme. Due to increased possibility 

of NSAIDS induced skin disorders, dermatologists advised to stop 

Tab. naproxen and to add prednisolone 5 mg OD, Tab topiramate 25 

mg ½ BD was also added. No other antiseizure drugs could be added 

due to the possibility of HLA-B activation. After 2 d she had a 

reduction in seizures and no new skin lesions. She was discharged 

with advice to review, and the parents were well explained about 

nature of the illness. 

DISCUSSION  

Erythema Multiforme is an acute, sometimes recurrent 

mucocutaneous condition of uncertain etiopathogenesis that can 

follow the administration of drugs or infections. Identification of 

cause is very important. Treatment of Erythema Multiforme depends 

on the severity of clinical features. Steroids and antihistamines are used 

as a part of treatment [10-12]. If it is HSV related, then antivirals will be 

used. Recurrences are seen in 20-25% cases. Antibiotics and NSAIDS are 

the most common groups of drugs causing EM [13]. In this case, we 

used Naranjo probability ADR scale for causality assessment and was 

found to have a score of 8 (probable). Re challenge was not performed 

due to inherent risk [14-17]. Differential diagnosis from other skin 

diseases and withdrawal of offending agents at the right time will 

decrease the mortality rate. 

CONCLUSION 

An important step in the management of EM is prompt recognition 

and withdrawal or prevention of contact with a causative agent. 

Here naproxen was discontinued and provided timely management 

with corticosteroids. Clinicians and clinical pharmacist should pay 

kind attention in such cases to also educate patients and their 

caretakers in recognising and reporting the occurrences of any side 

effects. Patient/Bystander was also informed about the condition 

and chances for recurrences of skin reactions.  
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