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ABSTRACT
Stevens-Johnson Syndrome (SJS) is a rare and potentially life-threatening mucocutaneous reaction,
usually caused by drugs (such as NSAIDs, antibiotics and antiepileptics). In the described case study,
a medical house officer who was 28 years old used moxifloxacin and over-the-counter cough medicine,
another cause of acute SJS. The patient had progressive worsening of the symptoms including
involvement of mucosa, targetoid skin lesions, odynophagia, oliguria, and systemic signs despite the
symptom treatment and multiple courses of antimicrobials. The laboratory work revealed elevated
levels of hepatic enzymes, neutrophilic leukocytosis, and various markers of inflammations, which
suggests multiorgan involvement. Early SJS was diagnosed based on clinical manifestations and all the
drugs suspected to have caused it were discontinued immediately. Following commencement of high-
dose intravenous dexamethasone the patient improved rapidly and ultimately discharged with a
tapering steroid dose. The case highlights the need to provide clinical focus to prescription and self-
medication practices and the intense association of fluoroquinolones and SJS, especially moxifloxacin.
Recovery is based on early diagnosis of mucocutaneous symptoms, prompter elimination of the
offending substance and immediate beginning of immunomodulatory therapy. The case also illustrates
the role that corticosteroids along with other interventions such as TNF- alpha blockers are taking in
controlling SJS. In an attempt to minimize the morbidity and mortality associated with such a severe
drug reaction, knowledge, diagnostic handling, and antibiotic vigilance rate higher as ways to prevent
such reactions.
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CASE INTRODUCTION & BACKGROUND
Self medication is an emerging menace in the
Pakistani population and the factors fueling it
include easy availability of over-the-counter
medications, non-implementation of controls,
healthcare infrastructure shortage and poverty
amongst a large portion of the population (Bhatti
et al, 2023). People especially those people in the
rural regions tend to self-medicate because most of
them lack qualified medical practitioners and
because medical consultation is expensive. Medical
stores and drug stores sell antibiotics, pain
medications, sedatives among other drugs in large
quantities and without prescription, which is
leading to the development of drug resistance,
unwanted events and complications, because of the
wrong dose or wrong use of the drug. The fact that
the general population lacks any knowledge of the
possible side-effects of medications, further
increases the problem and in many cases, serious
illnesses will not be diagnosed in time (Bhatti &
Ghufran, 2020). Moreover, the use of
misinformation and beliefs comes in the form of
cultural beliefs and misinformation that travels
within the community or other social networking
sites that also encourage abuse of medicines.
Effects of this practice are more morbidity, drug
addiction, and additional pressure on the already
overloaded health system (Bhatti et al., 2024).
The dermatological disorder known as Stevens-
Johnson syndrome (SJS) is characterized by severe
exfoliative reactions that mostly affect the skin and
mucous membranes (1). Both SJS and TEN are

classified on the same disease continuum and are
characterized by extensive necrosis and epidermis
detachment. SJS is defined by skin detachment of
less than 10% of the body surface (BSA), TEN
involves skin detachment of more than 30% of the
BSA, and SJS/TEN overlap describes patients with
skin detachment of 10 to 30% of the BSA (2). SJS
is primarily caused by drugs and is linked to high
rates of morbidity and death (3).  Global data
indicates that the incidence of SJS is between 0.4
and 1.2 per million patient-years (4). Antiepileptics,
antibiotics, and NSAIDs are the most often
implicated medications that induce SJS/TEN,
however almost any medication known to man—
including non-allopathic medications—has the
potential to cause this reaction (5). Furthermore,
underreporting and delayed diagnosis of SJS
continue to be serious public health issues in
nations like Pakistan that lack access to
dermatological knowledge or diagnostic resources
(6).
CASE PRESENTATION
A 28-year-old male medical house officer presented
with an acute febrile illness with sore throat.
Initially tried to manage his symptoms
conservatively without medication. But when he
was unable to control his symptoms, he took
400mg of moxifloxacin and over-the-counter cough
syrup, taking both medications for three
consecutive days. Despite this, his fever persisted
intermittently. He sent laboratory investigations
including complete blood count (CBC) and
dengue serology returned within normal limits. 

TABLE 01 DENGUE SEROLOGY
Test Result Reference Range
Malaria Antibodies (IgG/IgM) Negative Negative
TABLE 02 COMPLETE BLOOD COUNT TEST RESULTS
Parameter Result Reference Range
WBC Count 6,450 4,000 – 11,000 /mm³
RBC Count 4.45 ↓ 4.5 – 6.0 mil/mm³
Hemoglobin 13.5 13.0 – 17.0 g/dL
Hematocrit 40 40 – 50 %
MCV 89 80 – 95 fL
MCH 30 27 – 31 pg
MCHC 34 32 – 36 g/dL
RDW-CV 14 11 – 16 %
Platelet Count 164,000 140,000 – 425,000 /mm³
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On the fourth day, the patient developed diffuse
erythema and hyperemia of the oral mucosa,
prompting a consultation with an internal

medicine specialist. He was tested there for EBV
which come out negative.

TABLE 03 MONOSPOT TEST RESULTS
Test Name Result Reference Range Date
Monospot (EBV) 1.5 Negative: <20 Borderline: 20–25 Positive: >25 23-Nov-24
He was administered intramuscular dexamethasone
4 mg twice daily and 1g of intravenous ceftriaxone
for 2 days. Despite treatment, his symptoms
remained unchanged. The following day, he was
evaluated by an otolaryngologist due to his sore
throat who prescribed 400mg of oral azithromycin
bid and 4mg of oral corticosteroids TID.   
The patient’s condition worsened the next day. He
presented to the emergency department with high-

grade fever, intensified sore throat, and severe
odynophagia, rendering him unable to speak. Pain
was rated 10/10 on the visual analog scale. He was
admitted and started on intravenous meropenem
and intravenous azithromycin by the internal
medicine team. His CBC report at this time
showed neurophlia and lymphopenia.

TABLE 04 CBC TEST RESULTS  
Parameter Result Reference Range
WBC Count 17,780 4,000 – 11,000 /mm³
RBC Count 4.55 4.5 – 6.0 mil/mm³
Hemoglobin 13.8 13.0 – 17.0 g/dL
Hematocrit 40 40 – 50 %
MCV 88 80 – 95 fL
MCH 30 27 – 31 pg
MCHC 35 32 – 36 g/dL
RDW-CV 14 11 – 16 %

Platelet Count 280,000 140,000 – 425,000 /mm³

TABLE 05 CELL TYPE TEST RESULTS
Cell Type Percentage
Neutrophils 90%
Lymphocytes 6%
Monocytes 3%
Eosinophils 1%
On hospital day two, he developed a severe
cutaneous drug reaction characterized by targetoid
lesions—erythematous to violaceous macules with
central dusky zones—initially on his back, later on

face with red conjuctive and lips skin start
desquamating suggesting early Stevens–Johnson
Syndrome (SJS).
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FIGURE 01 PATIENT WITH VISIBLE EFFECTS OF STEVENS-JOHNSON SYNDROME

FIGURE 02 DURING TREATMENT RESULTS
He concurrently developed burning micturition,
oliguria, and urethral pain independent of
urination.
TABLE 06 MULTIPLE URINE TEST RESULTS
Specimen Urine for Culture and Sensitivity
Pus Cells 4–6 / HPF
Quantitative Culture No growth after 48 hours at 37°C
Colony Count Nil
Comments Please correlate clinically

Examination
Results Reference Ranges

Physical Examination
Color Yellow
Appearance Transparent Clear, Transparent
Chemical Examination
Specific Gravity 1.020 1.003 – 1.025



Volume 3, Issue 2, 2025

154

pH 5.0 4.5 – 7.5
Protein Negative Negative
Glucose Negative Negative
Ketone Negative Negative
Bilirubin Negative Negative
Nitrite Negative Negative
Hemoglobin Negative Negative

Urobilinogen Normal
Normal: 3–25 µmol/L
Increased: >25 µmol/L

Microscopic Examination
W.B.C./HPF 1–2 0 – 5
R.B.C./HPF 1–2 Nil
Epithelial Cells NIL 0 – 10
Crystals NIL Nil
Casts/LPF Granular cast 2-4 Granular cast 4-6
Additional symptoms included intractable vomiting, subconjunctival hemorrhages, and constipation, with
the anal examination reported as normal. 
TABLE 07 ADDITIONAL TESTS RESULTS 01
Test Now Prev Range
aPTT (s) 24 26 24–35
PT (s) 9.8 9.5 9.5–14
INR 0.9 0.9 —
 Comments: INR is only helpful in patients on long-term anticoagulants. Therapeutic range: 2.0–3.0. For
artificial valves: 2.5–3.5. INR >5.5 = high bleeding risk (WHO). Note: Test performed on "Thrombolyzer",
Behnk Elektronik GmbH & Co., Germany. Given the rapid mucocutaneous and systemic involvement.
TABLE 08 ADDITIONAL TESTS RESULTS 02
Test Result
Anti AMA-M2 0.1
Anti SP-100 0.1
Anti LKM1 0.1
Anti Gp-210 0.2
Anti LC1 0.1
SLA 0.2
All antimicrobial agents were immediately
discontinued, and the patient was started on
intravenous dexamethasone 8 mg three times daily.
TABLE 09 MEDICATION FOLLOWED
Test Result Unit Reference Range Interpretation
Total Bilirubin 0.5 mg/dL 0.1 – 1.1 Normal
SGPT (ALT) 268 ↑ U/L 5 – 55 Critical High
SGOT (AST) 89 ↑ U/L 9 – 40 Abnormal
Alkaline Phosphatase 87 U/L 30 – 115 Normal
Gamma GT 170 ↑ U/L Male: <55 Critical High
Total Protein 6.4 g/dL 6.0 – 8.7 Normal
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Over the subsequent 48 hours, the patient showed
significant clinical improvement. On hospital day
four, he was discharged in stable condition on a
tapering course of oral dexamethasone for three
weeks. 
DISCUSSION
The severe immune-mediated mucocutaneous
reaction known as Stevens-Johnson Syndrome (SJS)
is mainly brought on by drugs. Although less
prevalent than sulfonamides or antiepileptics,
fluoroquinolones, such as the moxifloxacin this
patient was taking, have been linked more and
more to SJS. Given their widespread use in
respiratory and urinary infections,
fluoroquinolones were found to be responsible for
approximately 4% of antibiotic-related SJS/TEN
cases in a multi-country systematic study (7) (8).
This patient's organ involvement—high liver
enzymes and renal signs—reflects systemic issues
that are frequently observed in SJS/TEN. GGT
and ALT/AST elevations are well-documented and
may indicate hepatic stress in severe medication
responses. Granular casts, oliguria, and dysuria
suggest that there may be renal involvement,
supporting new research showing multiorgan
involvement in SJS/TEN (9).
New management guidelines emphasize the
importance of early drug discontinuation. After
stopping all antibiotics and switching to high-dose
intravenous dexamethasone, our patient became
well. Supportive care in conjunction with
immunomodulatory therapy, such as systemic
corticosteroids and ciclosporin, is becoming more
and more recommended, despite the lack of high-
quality trials.
Although the data is still weak, recent
developments also indicate that adjuvant therapies,
such as TNF-α inhibitors (e.g., etanercept or
adalimumab), can hasten re-epithelialization and
shorten hospital stays. For severe or refractory cases,
such combined therapies are advised by a global
recommendation for 2024 (10).
Conclusion
This example illustrates how quickly and severely
medication-induced SJS can develop in a young
adult after being exposed to fluoroquinolones.
Important lessons consist of:

Recovery is greatly impacted by early detection of
prodromal mucocutaneous symptoms, prompt
discontinuation of probable medications, and early
beginning of supportive plus immunomodulatory
therapy. The positive outcome this patient
experienced following systemic steroids highlights
their continued use in acute care, in accordance
with current consensus and tactics recommended
by guidelines (11). Since SJS is often accompanied
by hepatic, renal, and coagulation dysfunction,
multi-organ examination is essential. With
improved clinical trial confirmation, future therapy
procedures may benefit from incorporating
biologics (TNF-α inhibitors) and new diagnostic-
scoring systems. In order to stop more instances
and improve results, clinical vigilance is crucial,
particularly with regard to the use of
fluoroquinolones, self-medication, and antibiotic
stewardship.
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