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case, imiquimod was used 3 times a week and no 
recurrence was observed at follow-up 5 months later.[3] 
Subsequently, five other cases of multifocal epithelial 
hyperplasia resistant to cryotherapy or TCA 80% and 
successfully treated with imiquimod were reported.[2,4] 
Lesions in all paitents disappeared after 2-4 months 
of treatment. There was no recurrence after up to 
1 year of follow-up. Except minor local discomfort, no 
serious systemic side-effects were reported.[2,4] Herpes 
labialis in two patients, and mild lower back pain and 
headache in one patient were the only side-effects 
observed.[2] Local inflammatory reaction following 
imiquimod treatment is due to release of endogenous 
cytokines. It is closely associated with the efficacy of 
imiquimod treatment and therefore is seen in almost 
all patients responding to imiquimod.[6]

We were concerned about intraoral application of 
imiquimod because of the possibility of greater 
systemic drug absorption through mucosa and a greater 
risk of systemic side-effects. There is no published 
pharmacokinetic data on mucosal application of 
imiquimod and in general, oral application of imiqumod 
is prohibited (Aldara patient information leaflet). 
However, intraoral application of imiquimod has been 
successfully used for oral leukoplakia and intraoral 
melanoma with no systemic side-effects.[7] In previously 
reported cases of Heck’s disease and in our case, 
imiquimod showed an acceptable safety profile.[2-4]

 Overall, topical imiquimod appears to be a novel, 
and effective treatment for oral multifocal epithelial 
hyperplasia that is also non-invasive. However, 
controlled administration of imiquimod cream for oral 
lesions is difficult. Indeed, unpleasant taste and texture 
of the drug in the mouth reduces patient compliance 
and the presence of saliva and swallowing washes 
away most of the drug from the site of application 
resulting in low therapeutic effects. Development of a 
new formulation for topical drug delivery within the 
oral cavity would be helpful.
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Central retinal artery occlusion Central retinal artery occlusion 
and cerebral inrfaction following and cerebral inrfaction following 
forehead injection with a forehead injection with a 
corticosteroid suspension for corticosteroid suspension for 
vitiligovitiligo

Sir,
A 15-year-old boy with a patch of vitiligo 2 cm above 
his left eyebrow received a subcutaneous injection of 
undiluted triamcinolone acetonide suspension (1 ml; 
40 mg/ml) into the lesion. Several seconds after 
injection, he suddenly felt dizzy and complained of 
blurred vision in both his eyes. Five minutes later, he 
had no light perception in both eyes.

On examination at 7 hours, his muscle strength 
was normal and lower limb tendon reflexes were 
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active. Pupillary light reflex was absent in both eyes 
and the intraocular pressures were normal. Retinal 
and macular edema associated with cherry red spot 
and scattered blot hemorrhages were present in 
the bilateral central retina [Figure 1a and b]. The 
visual evoked potential showed bilateral visual 
pathway i mpairment. MRI showed acute infarction 
in the corpus callosum [Figure 2]. Ultra-sonography 
of ophthalmic and cerebral arteries was normal. 
A diagnosis of bilateral central retinal artery 
occlusion and cerebral infarction was made. Therapy 
was directed towards anti-platelet aggregation, 
neurological nutrition, and dansen, a traditional 
Chinese medication for improving microcirculation 
was administered. After ten days of treatment, the 
patient had no vertigo but light perception did not 
recover in either eye.

Unilateral central retinal artery occlusion following 
periocular injections of corticosteroid suspensions 
has been reported earlier.[1,2] Our case is unusual in 
that there was bilateral central retinal artery occlusion 

with cerebral infarction; however, a similar case has 
recently been reported after cosmetic hyaluronic acid 
injection.[3] Owing to multiple anastomoses between 
the vascular supply of the face, orbit and ethmoids, 
there is potential for retrograde embolization of 
substances. It is likely that direct injection of the 
triamcinolone acetonide suspension (particle sizes 
range from 1 to 1000um[4]) into a branch of the 
supraorbital artery was responsible for the bilateral 
central retinal artery occlusion. When the force of the 
injection is sufficient, the emboli can be propelled 
into the ophthalmic artery and via the internal 
carotid artery retrogradely into the anterior cerebral 
artery (a branch of the internal carotid artery which 
supplies the corpus callosum), causing cerebral 
infarction.

Caution is necessary while administering periocular 
intradermal injections of suspensions and other 
insoluble materials. Injections should be performed 
slowly and at as low a pressure as possible. Because 
the peripheral arteries of the face are small and 
collapsible, blood may not appear during aspiration in 
the syringe despite entry of the needle into an arterial 
lumen.[5] It is necessary to be aware of the potential 
risks and benefits before such injections are given. 
If central retinal artery occlusion is suspected, early 
treatment with sublingual nitroglycerine may improve 
chances for visual recovery.[6]
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Figure 1: (a) Retinal and macular edema associated with cherry 
red spot (b) Scattered blot hemorrhage in the central retina

ba

Figure 2: MRI showing acute infarction in the corpus callosum
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Disseminated molluscum Disseminated molluscum 
contagiosum in a patient contagiosum in a patient 
on methotrexate therapy for on methotrexate therapy for 
psoriasispsoriasis

Sir,
Molluscum contagiosum is commonly a self-limiting 
condition occurring in children, but widespread 
infection can be encountered occasionally in 
patients with impaired cellular immunity. We report 
a case of a 70-year-old man with chronic plaque 
psoriasis on methotrexate therapy who developed 
disseminated molluscum contagiosum in resolving 
plaques of psoriasis. The lesions resolved on stopping 
methotrexate.

A 70-year-old male having plaque psoriasis for the past 
30 years, presented with an asymptomatic papular 
eruption in healing plaques of psoriasis over the trunk, 
upper limbs and buttocks for the last 6 months. The 
patient had received many topical therapies in the 
past and was receiving methotrexate 22.5 mg weekly 
for the previous 8 months. Physical examination 
revealed smooth, discrete, asymptomatic, yellowish 
papules 2-5 mm in diameter over trunk, limbs, and 
buttocks [Figure 1], some of which showed central 
umblication. Plaques of psoriasis were present over 
the scalp, trunk, and upper limbs. We considered the 
differential diagnoses of disseminated molluscum 
contagiosum, milia, granuloma annulare, and 
sarcoidosis. Cellular material expressed from the center 
of umblicated papules crushed between two slides and 
stained with Giemsa stain showed intracytoplasmic 
molluscum inclusion bodies. Punch biopsy of a 
papule on the trunk revealed a focal endophytic 
growth consisting of hyperplastic keratinocytes 

containing eosinophilic intracytoplasmic inclusions 
suggestive of molluscum contagiosum [Figure 2]. 
Routine hematological investigations were normal. 
An antibody assay for human immunodeficiency 
virus (HIV) done by enzyme-linked immunosorbent 
assay (ELISA) was nonreactive and CD4 counts were 
960 cells/mm3.

A diagnosis of disseminated molluscum contagiosum 
was made, methotrexate was stopped, and the patient 
was prescribed emollients. The mollusca gradually 
resolved over a period of 6 months without any other 
intervention.

Molluscum contagiosum is a skin infection caused by 
the molluscum contagiosum virus of the Poxviridae 
family, which is transmitted by direct contact. There 
are some previous reports of widespread molluscum 
contagiosum infection in patients treated with 

Figure 1: Disseminated discrete skin-coloured to yellow papules 
along with healing plaques of psoriasis on patient’s thighs

Figure 2: Histopathology of a papule revealing a focal endophytic 
growth of keratinocytes containing eosinophilic intracytoplasmic 
inclusions (H and E, original magnifi cation 40)

rohinipc
Rectangle

rohinipc
Rectangle


