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Obesity‑associated 
lymphedematous mucinosis

Sir,
Obesity‑associated lymphedematous mucinosis is 
a newly recognised entity with only a few patients 
reported to date. Though this condition can clinically 
mimic pretibial myxedema, it is differentiated from 
the latter by microscopic findings and a lack of thyroid 
disease.[1,2]

A 71‑year‑old female presented to us with swelling, 
erythema, and discoloration on both her legs; these 
symptoms had been present for 1 year. She had been 
overweight for 30 years (height 160 cm, weight 95 kg, 
and body mass index 37.1). Dermatologic examination 
revealed pink‑red plaques on both legs, especially 
the left leg. Several circular, semi‑translucent, 
papulo‑nodular lesions of 1‑2 cm diameter were noted 
surmounting these plaques [Figure 1a and b].

Blood tests including total protein, immunoglobulin 
levels, and thyroid function tests were all normal. 
No cardiac or renal failure was detected. A skin 
biopsy taken from a lesion showed a basket‑weave 
stratum corneum with focal hyperkeratosis and mild 
acanthosis. Dermal edema was noted, with mucin 
deposition around vessels in the superficial papillary 
dermis, the deposits staining with PAS, Alcian blue, 
and mucicarmine stains. Dermal capillaries were 
increased in number and thickness; perivascular 
lymphocytes and increased dermal stellate fibroblasts 
were also seen [Figure 2a and b].

The patient was treated initially with pentoxyphylline 
400 mg thrice daily and clobetasol 17‑propionate 

0.05% cream, applied daily for the first month 
and then on alternate days. After 5 months, since 
the patient no longer wished to continue with the 
cream, administration of monthly triamcinolone 
acetonide (40 mg/mL) injections into the nodular 
lesions was started. Three months later, the plaques 
had slightly regressed and the papulonodular lesions 
were smaller [Figure 3]. The patient continued to 
take pentoxyphylline tablets for another 10 months. 
Meanwhile, she was referred to a dietician and a 
low‑calorie diet was recommended; however, she 
only lost 3‑4 kg. After 10 months of therapy, there 
was no significant regression of the lesions so further 
treatment was stopped; the patient is still following up 
with us.

Mucin accumulation on the legs is usually considered 
an indicator of pretibial myxedema.[3] In 1993, Somach 
et al. reported that pretibial myxedema in euthyroid 
patients may be histologically different from the 
pretibial myxedema of hyperthyroidism.[2] Then in 
2006, Tokuda et al. reported three cases of “chronic 
obesity lymphedematous mucinosis,”[4] where mucin 
accumulation on the legs accompanying lymphedema 
had histological findings similar to those reported by 
Somach et al. Most recently, in 2009, Rongioletti et al. 
reported five cases of obesity‑associated lymphedema 
with mucin accumulation on the legs. They renamed 
this entity “obesity‑associated lymphedematous 
mucinosis.”[3] The pathogenesis of this condition 
is unclear but a lymphatic drainage defect may be 
a cause,[5] leading to excessive high‑protein fluid 
collecting in the interstitium. This in turn could 
cause thickening of the legs and a peau d’orange 
appearance.[2]

Clinically, obesity‑associated mucinosis is 
characterized by skin‑colored or brown‑red papules 
and/or nodules on an erythematous base on the 
pretibial region accompanied by edema; rarely, 
these may occur on the foot or ankle. Patients have 
long‑standing obesity with lymphedema and do 
not have thyroid disease. Pretibial myxedema, 
despite being similar, can be differentiated on 
the basis of histopathological findings and the 
presence of thyroid disease. Obesity‑associated 
lymphedematous mucinosis shows epidermal 
atrophy and disappearance of rete ridges with 
hyper‑orthokeratosis, while pretibial myxedema is not 
associated with epidermal atrophy.[3,4] Both conditions 
show varying levels of fibrosis associated with stellate 
or linear fibroblasts and separation of collagen 
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There is limited information on the treatment of 
obesity‑associated lymphedematous mucinosis as 
only a few cases have been described. Normalization 
of thyroid function, topical corticosteroids, 
plasmapheresis, intravenous immunoglobulin, and 
octreotide have all been tried in the management 
of “real” pretibial myxedema, but the approach 
probably needs to be different for obesity‑associated 
lymphedematous mucinosis. Rongioletti et al. 
advised two of their 5 patients a low‑calorie diet 
resulting in significant weight loss, and noted marked 
improvement.[3] In addition to a low‑calorie diet, our 
patient was put on pentoxyphylline, and occlusive 
topical and intralesional corticosteroids, resulting 
in a partial if not dramatic response. In conclusion, 
obesity‑associated lymphedematous mucinosis is a 
newly recognized entity that should be differentiated 
from pretibial myxedema and other conditions causing 
secondary mucinosis for appropriate management.
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Figure 3: Posttreatment appearance

Figure 1: (a and b) Pink-red coloured plaques and several circular, 
semitranslusent papulonodular lesions on legs

ba

Figure 2: (a and b) Hyperorthokeratosis, mucinous oedema and 
increased fibroblast of the dermis, increased and thickened 
capillary vessels, dilated lymphatic vessels (2a: Pas-Alcian 
Blue, ×100, 2b: Haematoxylin-eosin, ×100)
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bundles by mucin.[3,4] Dermal mucin accumulation 
is moderate and occurs in the papillary as well as 
superficial reticular dermis in obesity‑associated 
lymphedematous mucinosis. In contrast, mucin is 
abundant in the reticular dermis, particularly in the 
deeper portions, in pretibial myxedema.[3,4] The dermis 
in obesity‑associated lymphedematous mucinosis 
also shows vertically running vessels, increased in 
number and thickness, a feature absent in pretibial 
myxedema. While hemosiderin deposition may occur, 
there is no increase in mast cells and inflammatory 
infiltrate in obesity‑associated lymphedematous 
mucinosis, unlike in pretibial myxedema.[3,4] 
Further, dermo‑epidermal splitting can be seen in 
obesity‑associated lymphedematous mucinosis but 
not in pretibial myxedema with thyroid disease.[3,4]


