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Colloid milium successfully treated with MAL-PDT

An otherwise healthy 55-year-old Caucasian man pre-
sented for evaluation of long standing asymptomatic slow-
growing lesions on his face. Physical examination revealed
numerous yellowish, translucent, firm, millimetric papules
on his nose, bilateral temples, and zygomatic cheeks
(Fig. 1a). His past medical history was negative for photo-
sensitizing medications or disorders. His 47-year-old
brother had similar lesions on his cheeks but in greater
number (Fig. 1b). Skin biopsy of one of the papules of
both patients revealed a well-circumscribed mass of homo-
geneous, faintly eosinophilic, fissured material on papil-
lary dermis, consistent with colloid milium (CM; Fig. 2).

Though largely asymptomatic, both of our patients
sought treatment to improve their appearance. Several
approaches have been tried in the management of this
condition, including dermabrasion, diathermy, cryother-
apy and laser resurfacing,1–3 but there are few reports of
effective treatment. We initiated treatment with cryother-
apy and photoprotective creams with limited success. The
next step involved the use of topical photodynamic

therapy (PDT), using methyl-aminolevulinate (MAL)
cream as photosensitizer. Prior to PDT, a superficial
curettage was performed. MAL cream 160 mg/g (Met-
vix�, Galderma, Portugal) was applied and covered with
an adhesive occlusive dressing for an incubation period of
three hours, followed by illumination with red light
source, Aktilite� CL 128 lamp (PhotoCure ASA, Olso,
Norway) (average wavelength 635 nm, light dose
37 J/cm2). Two PDT treatments seven days apart were
performed (one cycle).

The patient with fewer lesions showed complete resolu-
tion of the lesions after two sessions (one cycle) of
MAL–PDT, with excellent cosmetic results (Fig. 3a). The
younger brother required three additional treatments,
with a monthly periodicity, to cope with the larger num-
ber of lesions, but the results were also excellent
(Fig. 3b). Treatment was well tolerated. Both patients
reported mild burning sensation during irradiation, but
none of them asked to interrupt the procedure. We did
not observe any side effects, such as swelling or blistering.
No recurrence was observed at a one-year follow-up visit.

(a) (b)

Figure 1 (a) Patient 1 – 55-year-old brother with multiple yellow, translucent papules on his nose. (b) Patient 2 – similar
lesions but in greater number on the younger brother
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CM is a rare cutaneous deposition disease that fre-
quently involves areas of chronic sun exposure.1,2,4 It was
first described in the medical literature by Wagner in

1866 and was thought to result from the degeneration of
sebaceous glands.5 Multiple theories have been proposed
regarding the pathogenesis of CM, but the exact etiology
remains unclear, although prolonged, unprotected sun
exposure is clearly involved in its pathogenesis.1,6 This
condition is most common in middle-aged, fair-skinned
individuals.6

There are at least four variants of colloid degeneration
of the skin: juvenile CM; classic adult type; pigmented
CM; and nodular colloid degeneration or paracolloid.6

Adult CM is the most common type.7,8 The colloidal
material is thought to be either derived from actinic
degeneration of elastic fibers or produced by actinically
damaged fibroblasts.7,9

Juvenile CM is a very rare subtype, with the onset
being prior to puberty. A family history of this condition
has been reported.8 Clinically the lesions are similar to
the adult type, but it appears that the keratinocytes,
rather than the elastic fibers, provide the cellular origin
for the eosinophilic material in the dermis in the juvenile
variant.2,8

Pigmented CM has been shown to be linked to sun
exposure and the use of hydroquinone-containing
creams.6 It has a distinct clinical presentation. Lesions are
usually hyperpigmented, and the skin can have an atro-
phic appearance.6

The use of PDT by dermatologists has expanded over
the past years, now including a wide range of skin disor-
ders. An attractive feature of topical PDT is the relatively
low number of side effects, with only mild, transient,
local side effects. In conclusion, PDT may prove to be a
viable alternative in the treatment of CM, but further
research in this field is needed.

Joana Gomes, MD

Filipa Ventura, MD

Maria da Luz Duarte, MD

Celeste Brito, MD

Dermatology Department
Hospital de Braga
Braga
Portugal
E-mail: gbmjoana@yahoo.com

Funding sources: None.
Conflict of interest: None.

References

1 Netscher DT, Sharma S, Kinner BM, et al. Adult-type
colloid milium of hands and face successfully treated with
dermabrasion. South Med J 1996; 89: 1004–1007.

Figure 2 Hematoxylin and eosin-stained section showing
well-circumscribed dermal collections of amorphous,
homogenous, fissured material (· 40)

(a)

(b)

Figure 3 Appearance after PDT. (a) Patient 1. (b) Patient 2
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Herpes zoster ophthalmicus with ipsilateral parotitis

Parotitis as a complication associated with herpes zoster
is very rare. We describe a healthy man who developed
roughly simultaneous onset of herpes zoster ophthalmicus
with ipsilateral parotitis.

A 38-year-old man was admitted to our hospital com-
plaining of painful eruptions on the right side of the
forehead and swelling of the ipsilateral parotid gland.
Six days before initial examination, he developed painful
erythema on the right forehead, and then two days later,
he noticed vesicles on the right forehead and painful
swelling in front of the auricular region and involving
the jaw. The patient did not have a history of chronic
recurrent parotitis. Physical examination demonstrated
vesicles and ulcers with crusts on the right forehead,
upper eyelid, and nose, but there were no lesions on the
cheek or jaw (Fig. 1) and no lesions in the oral cavity.
There were no generalized eruptions either. However, he
complained of lancinating pain affecting the head, fore-
head, cheek, and jaw. Varicella-zoster virus (VZV)-spe-
cific antigen was observed in a smear from the lesion by
direct immunofluorescent staining using fluorescein iso-
thiocyanate-conjugated anti-VZV monoclonal antibody.
An assay of serum antibody to VZV by complement fix-
ation test was carried out using acute phase and conva-
lescent phase sera. The titers of VZV antibodies were 8
on April 7 and 256 on May 6, respectively. Specific IgM
and IgG antibodies to mumps virus by enzyme-linked
immunosorbent assay were < 0.8 and 8.1(+) on May 6,
respectively. Antibody to human immunodeficiency virus-
1 and 2 was not detected by gelatin particle agglutina-
tion assay. Diffusion-weighted magnet resonance (MR)
imaging demonstrated that the right parotid gland was
larger than that on the left (Fig. 2). Intravenous acyclo-
vir therapy (750 mg/d) was administered from April 7 to
April 13. Three days after the start of therapy, painful
swelling of the parotid gland was rapidly decreased.
Two weeks after therapy, the eruptions had healed;

two weeks later, most of the parotid gland enlargement
had subsided.

To our knowledge, this is the second case of herpes
zoster ophthalmicus with ipsilateral parotitis. In 1970,
Marshall first reported a previously healthy 58-year-old
man who developed herpes zoster involving the left side
of the head and forehead accompanied by ipsilateral pain-
ful parotitis. There were no skin lesions in the left jaw
area in that case.1 In our case, ophthalmic herpes zoster
and ipsilateral parotitis developed with roughly simulta-
neous onset. In addition, after acyclovir therapy, eruption
and enlargement of the parotid gland both recovered
rapidly. MR imaging demonstrated swelling of the right
parotid gland. These findings suggest that parotitis might

Figure 1 Clinical finding: skin lesions on the face and
enlargement of the parotid gland
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