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ABSTRACT

Background: Fluoxetine, one kind of selective serotonin reuptake inhibitors (SSRI), has rarely
been reported to be related to vasculitis in adults.

Methods: Herein we present a boy who developed Henoch-Schénlein purpura (HSP) during
treatment with fluoxetine.

Results: This 8-year-old boy suffered from depression about 3 months after he entered a new
school.He visited a psychiatric clinicand fluoxetine was prescribed. The response was good and
he went back to school smoothly. Sixth weeks later, he developed purpuric rash over bilateral
lower extremities which extended to buttock and hands in two days. Mild painful swelling over
left ankle was also noted when he was admitted. The investigations were normal including
complete blood cell & platelet count, blood biochemistry, liver function tests, prothrombin
time, partial thromboplastin time, serum immunoglobulin A and fibrinogen level. Yet D-dimer
level was elevated to 8927 ug/dl (normal <500), consistent with vasculitis. The diagnosis of
HSP was made and fluoxetine ceased. Treatment was given with Prednisolone and Ranitidine,
after which the purpura resolved in one week.

Conclusions: HSP related to fluoxetine medication has rarely been reported in the young
adults. Our case may attribute to be the youngest one who receives fluoxetine therapy and
give us an example of the potential adverse effect of fluoxetine to the children.
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Introduction small vessel vasculitides, according to the new

Henoch—Schénlein purpura has been a classification of childhood vasculitis [2].

common systemic vasculitis in children. It HSP patients frequently have a preceding
usually presents with a triad of purpura, trigger of respiratory tract infection, with
arthritis/arthralgia, and abdominal pain the common pathogens of streptococcus,
or renal disease (tetrad) [1]. This disease staphylococcus, virus and mycoplasma [3,4].
is characterized by the deposition of Vaccination is another trigger factor [5].
immunoglobulin  IgA immune complexes The association between drug and HSP has
presented in the vessel walls of arterioles, also been implicated in several reports [6-8].
capillaries and venules. HSP belongs to the Herein we present a boy who developed HSP
group of nongranulomatous, predominantly during treatment with fluoxetine.
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Figure 3: Purpuric skin changes in the patient with HSP.

Case Report

This 8-year-old boy suffered from depression
about 3 months after he entered a new school.
He visited a psychiatric clinic and fluoxetine
was prescribed. The response was good and he
went back to school smoothly. Sixth weeks later,
he developed purpuric rash over bilateral lower
extremities which extended to buttock and hands
in two days (Figure 1). Most of the purpuras
were slightly palpable without blanching when
pressed. Mild painful swelling over left ankle was
also noted when he was admitted. No abdominal
pain was felt at all. The other physical findings
were non-contributory. The investigations were
normal including complete blood cell & platelet
count, blood biochemistry, liver function tests,
prothrombin time and partial thromboplastin
time. Serum immunoglobulin A was 297 mg/
dl (normal range: 70-400) and fibrinogen level
237mg/dl (normal range: 180-350). Serum
antinuclear antibody was negative. The stool
& urine analysis showed normal findings.
Yet D-dimer level was elevated to 8927 pg/dl

(normal <500), consistent with vasculitis. The
diagnosis of HSP was made. According to the
Adverse Drug Reaction (ADR) Probability Scale
(Naranjo Scale) [9], the ADR probability score
was 4 (possible association) and fluoxetine was
stopped. Treatment was given with Prednisolone
and Ranitidine, after which the purpura resolved
in one week. The patient eventually outgrew
depression and skin rash without further
medication during the following months.

Discussion

The association between drugs and HSP has
been reported in many studies, though the role
of drug in the pathogenesis of HSP is uncertain.
Among the drugs reported to be related to
the development of HSP, there have been
antibiotics [10], anti-emetics [11], analgesia
[12], anticoagulants [13], anticonvulsants
[14], TNF-a inhibitors [15] for autoimmune
diseases, anti-hypertensive [16], anti-neoplastic
[17] and anti-arthythmic agents [18], as well as
antidepressants [19].
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Many antidepressants may induce a variety of
skin reactions [19,20]. The common and less risk
drug reactions contain drug-induced urticaria,
maculopapular rash, photo-sensitivity and fixed
drug reactions. Besides, there are severe skin
complications associated with antidepressants,
reported as erythema multiforme, Stevens-
Johnson syndrome, toxic epidermal necrolysis
and drug hypersensitivity vasculitis including
HSP. There have been few reports [19,20],
mostly from adult patients, describing on
vasculitis related to selective serotonin reuptake
inhibitors (SSRI). Fluoxetine, one kind of SSRI,
has rarely been reported to be related to vasculitis
in adolescents and young adults. In children,

there was only one ever reported on a 15 years
old boy, as searched in the literature [21-23].

He had fluoxetine medication for 1 week, due
to depression from his father’s death. He then
developed generalized purpuric rash over lower legs
associated with ankle and knee pain. The laboratory
investigations showed almost normal except high
level of D-dimer (3468 pg/dl) and mild proteinuria.
The Naranjo scale was 6, which belonged to a
probable causative association. Our case has the
similar clinical picture, yet may attribute to be
the youngest one who receives fluoxetine therapy.
It could give us an example about the potential
adverse effect of fluoxetine to the children.
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