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Case Report

Toxic epidermal necrolysis in a 37-year-old man with
pneumonia: a case report
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ABSTRACT

Apart from allergy, TEN can be caused by infection, such as M. pneumoniae infection. Aim of this case report is to
present clinical manifestations of TEN with pneumonia. A 37-year-old man, came to the emergency room with cough
and fever since 5 days before hospitalized. The patient received intravenous ceftriaxone (with negative skin test),
paracetamol, and n-acetylcysteine. Three days earlier, the patient had gone to primary health center and got
paracetamol and n-acetylcysteine. On the first day of treatment, erythematous macules were seen on the anterior and
posterior thoracic region, also the patient had sore throat and dysphagia, treated with intravenous dipenhydramine,
mefenamic acid, and cetirizine. On the following day, the lesions expanded with multiple bullae on the anterior and
posterior thoracic region, and erosion on the labia (BSA 28%). Intravenous methylprednisolone was administered,
also Kloderma® and Ikagen® cream, and Kenalog®. Mefenamic acid and paracetamol were discontinued. On the
third day of treatment, the lesions expanded (BSA 38%) and the next day, BSA reached 91.5%. The SCORTEN was
1. The patient was referred for treatment at the burn center and 1VIg therapy. After the eleventh day of treatment at
the referral hospital, the patient was fully recovered. The managements of TEN are stop suspected drugs, wound care,
fluid therapy, systemic corticosteroids, and 1VIg therapy. Appropriate management of TEN gives complete recovery
to patient.
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INTRODUCTION

In 1956, Lyell introduced term toxic epidermal necrolysis
(TEN). TEN is an acute, life-threatening mucocutaneous
reaction characterized by extensive necrosis and
detachment of epidermis and mucosal epithelium.t A
global population-based study reported that incidence of
TEN is estimated to be 0.4-1.2 per 1 million population
with mortality rate of 34%. Frey et al estimated that
Asian patients have 2 times risk of TEN when compared
to Caucasian patients. Yokohama city university hospital
reported that mortality rate of TEN was 14.3%.23

There are 4 categories of drugs that can potentially cause
TEN, namely anti-epileptics/ anti-psychotics, antibiotics/
anti-viral drugs, non-steroidal anti-inflammatory drugs
(NSAID), and allupurinol and others. Some drugs that
have high potential to trigger TEN are antibiotics such as
sulfonamide and cephalosporin  groups, NSAID,
acetaminophen (paracetamol).*

Pneumonia can be defined as a pulmonary infection that
characteristically involves the alveolar space and is
accompanied by an inflammatory response. Pneumonia is
classified according to the patient's location at the time of
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infection. Infections arising in a hospital setting are called
hospital acquired pneumonia (HAP), while community
accquired pneumonia (CAP) is acquired from an out-of-
hospital environment or in the community. The definitive
diagnosis of pneumonia is based on symptoms and signs
of respiratory tract infection, radiologic changes,
identification of the suspected pathogen, and treatment
response, or clinical course.®

The management of pneumonia is by administering
antibiotics based on the germ pattern in a neighborhood
or region. Ceftriaxone is recommended as a first-line
antibiotic treatment (with the addition of macrolides) for
adults hospitalized with CAP. But on the other hand,
ceftriaxone also has the potential to cause TEN.57

This case report describes 37-year-old male with
diagnosis of pneumonia who developed TEN after being
hospitalized and receiving treatment. It is hoped that this
case report can provide clinical manifestations of TEN
patients with pneumonia.

CASE REPORT

A 37-year-old man was admitted to the hospital with
complaints of cough with phlegm for 5 days before
admission. Cough with phlegm was continuously and
increasingly aggravated. Cough with phlegm was also
accompanied by fever. Three days before entering the
hospital, the patient sought treatment at the primary
health center and was given paracetamol 500 mg/8 hours
and n-acetylcysteine 200 mg/8 hours. Patient felt that his
complaints had not improved, so he decided to go to the
hospital 3 days later. History taking, physical
examination, and supporting examination were performed
to help make the diagnosis. Patient was consulted to
pulmonary division, then diagnosed with pneumonia and
hospitalized. In the emergency department (ED), patient
received NaCl 0.9% infusion therapy 20 drops per
minute, intravenous ceftriaxone 2 grams/24 hours (with
negative skin test), paracetamol 500 mg/8 hours, and n-
acetylcysteine 200 mg/8 hours.

On the first day of treatment, patient complained of
itching and erythematous macules in the anterior and
posterior thoracic regions. In addition, the patient also
complained sore throat and dysphagia. The patient was
given additional therapy of intravenous diphenhydramine
10 mg/8 hours, cetirizine 10 mg/24 hours, and mefenamic
acid 500 mg/8 hours, but the complaints were not getting
better, aggravated by fever and skin blisters. Patient was
given intravenous dexamethasone 5 mg/24 hours to
relieve his complaints.

On the second day of treatment, the complaints worsened.
on the physical examination, there were ulcers on the
anterior and posterior thoracic regions, as well as
erosions on the labia (BSA 28%). The patient was then
consulted dermatovenereology division and diagnosed
with SJS/TEN caused by suspected mefenamic acid or

paracetamol. The patient received NaCl 0.9% compress
therapy 20 minutes/12 hours, methylprednisolone 62.5
mg@/12 hours (intravenous), Kloderma® cream/12 hours,
Ikagen® cream/12 hours, and Kenalog® (oral base)/12
hours. At the same time, mefenamic acid and paracetamol
were discontinued.

On the third day of treatment, the lesion extended to the
colli region. In the anterior and posterior thoracic region,
multiple erythematous and hyperpigmented macules were
seen, accompanied by multiple bullae. On the labia, there
were erosions (BSA 37%). On the fourth day of
treatment, the lesions extended to almost the entire body
(BSA 91.5%) and epidermolysis was seen on the
posterior thoracic region. The dermatovenereology
division suggested referral for further treatment at the
burn center and 1VIg therapy. On January 30", 2023, the
patient was referred to Suliyanti Saroso National
Infection Center Hospital. During 11 days of treatment
there, the patient was diagnosed with TEN, pneumonia,
and blepharoconjunctivitis. The patient received 1000 cc
NaCl 0.9% and Bfluid 500 cc/24 hours, NaCl 0.9%
compression therapy 20 minutes/12 hours, intravenous
ceftriaxone 2 grams/24 hours, intravenous

methylprednisolone 62,5 mg/8 hours, gentamicin
ointment/12 hours, gentamicin ointment/12 hours (for
eyelids) and Cendo Lyteers 6 drops/24 hours on the right
and left eyes. The patient was discharged after the
eleventh day of treatment completely healed lesions
(BSA 0%) and generalized hyperpigmentation.

Figure 1 (A-C): Lesions to the facial, anterior
thoracic, superior and inferior extremity regions.
Epidermolysis to the posterior thoracic region.

Figure 2 (A and B): Hyperpigmented lesions on the
posterior thoracic, anterior thoracic, and facialis
regions after 11 days of treatment at referral hospital.
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DISCUSSION

Initial symptoms of TEN are usually nonspecific and may
precede skin manifestations by several days (1-3 days),
including mucosal pain, headache, rhinitis, malaise,
cough, sore throat, and myalgia. TEN signs and
symptoms generally occur 4 to 28 days after drug
administration and may last up to 1 week. After this
period, erythematous maculo-papular lesions with
irregular shape or similar to morbilliform rash, urticaria,
purpura or targetoid on the skin appear suddenly and
symmetrically. The lesions usually start on the body and
extend to the face, neck and extremities, as well as palms
and soles. Maculo-papular lesions become purplish or
blackish in color and tend to develop into flaccid blisters
and coalesce as atypic and easily ruptured targetoid
lesions, resulting in epidermal detachment that is easily
infected. Body surface area involvement in TEN is more
than 30%.8 In this case, the patient had a cough and fever
for 5 days before hospitalization. Then on the first day of
treatment, the patient complained of sore throat and
dysphagia. Skin lesions began to appear from the first day
of treatment, on the form of erythematous macules in the
anterior and posterior thoracic regions. On the next day of
treatment, the lesions became more progressive. Bullae
began to appear on the same region accompanied by
erosion and crustation of the labia with 37% BSA
affected. On the third treatment day, the lesion expanded
to 37%, and on the fourth treatment day, the affected
BSA reached 91.5% and epidermolysis began to appear
on the posterior thoracic region.

The most common etiology leading to the onset of TEN
is allergic reactions to drugs. Determining the inducing
drug is complicated. Identification of the inducing drug
can be done by looking at the chronology of drug
administration and the ability of the drug to cause TEN.
Some drugs that have a high potential to trigger TEN are
antibiotic drugs such as sulfonamide and cephalosporin
groups, NSAID, and acetaminophen (paracetamol).*910
The patient received paracetamol for 3 days before
admission to the hospital when the patient sought
treatment at the primary health center. Then at the
hospital, the patient received mefenamic acid on the first
day of treatment. Both drugs (mefenamic acid and
paracetamol) are suspected to be the trigger for TEN in
this patient.

In addition to allergic reactions, TEN can also be caused
by infections such as Herpes Simplex Virus (HSV)
infection, and M. pneumoniae, food, and vaccinations.
Based on the research to pediatric patients affected by
SSJ and TEN for the period 2000-2007 at the Hospital
for Children Boston, USA, it was found that the cause of
SSJand TEN in 17 pediatric patients (31%) out of a total
of 55 pediatric patients was due to infection. The
infections were acute infections caused by M.
pneumoniae (22%) and HSV infection (9%).1%%2 In this
case, pneumonia is also a possible precipitant of TEN,
although the incidence is lower than TEN caused by

drug allergy.

The managements of TEN are basically to stop the
administration of precipitating drugs, wound care, fluid
therapy, systemic corticosteroids, and IVIg therapy.
Several previous studies have shown that systemic
corticosteroids can reduce the risk of mortality in patients
when be given in the early stages of the disease.’®'* In
this patient, suspected inducing medicines TEN
(mefenamic acid and paracetamol) were stopped on
second day of treatment, when the skin lesions started to
appear. The patient was treated with steroid ointment
(Kloderma® cream) and topical antibiotics (Ikagen®
cream) to minimize the infection. The patient was also
given fluid therapy, NaCl 0,9% 20 drops per minute and
intravenous methylprednisolone 62,5 mg/12 hours, where
the recommended dose of methylprednisolone for TEN
management is 1-2 mg/kgBB/day. In this case, the patient
was referred to Sulianti Saroso National Infection Center
Hospital for IVIg therapy, but 1VIg was not given
because the patient had experienced clinical improvement
during follow-up care at Sulianti Saroso National
Infection Center Hospital.

Determining the prognosis of SSJ and TEN patients is
important. Prognosis assessment with SCORTEN should
be done within 24 hours of hospital admission. The
higher the SCORTEN, the higher the risk of mortality.
SCORTEN is assessed by age, blood pressure,
malignancy, affected body surface area, serum urea level,
serum bicarbonate level and serum glucose level.'
SCORTEN in this patient is 1.

CONCLUSION

It is important to recognize the signs and symptoms of
TEN as early as possible so that patients receive
appropriate management and health care professionals
can provide a complete cure for patients.
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