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Sir,
The first description of lipedema was in 1940 by Allen 
and Hines, who defined it as an abnormal deposit of 
adipose tissue in the lower limbs with the involvement 
of the feet that affects women with a family history of the 
disease.[1] Some characteristics of this physical condition 
are deposition of excess fat on the legs  (described 
classically as an “Egyptian column” shape) and arms 
with a negative stemmer sign.[2]

A histological analysis of the tissue shows proliferation 
of progenitor cells derived from adipose tissue and an 
increase in adipogenesis leading to necrosis of adipocytes 
and hypoxia.[3] Studies evaluating changes in the 
lymphatic system in lipedema showed that lymphatic 
vessels are dilated in lipolymphedema and have 
obstructive features with dermal reflux and in lipedema 
the vessels are dilated but without signs of reflux.[4]

Cellulite is characterized by an accumulation of fluids 
in the cell interstice with progression in subsequent 
phases that suggests an increase in the concentrations 
of substances in this space, resulting in local reactions to 
these substances and an increased difficultly to exchange 
particles between the cell and the interstice.[5] The aim of 
this study was to demonstrate reductions in perimetric 
measurements in patients with lipedema and cellulite.

The case of a 31‑year‑old female patient, with a family 
history of “fat legs”, is reported. The patient complained 
of swelling in the lower limbs in the evening and at 
night since her adolescence, which worsened with 
the appearance of cellulite in the thigh region causing 
functional limitations due to pain. These symptoms 
worsened during the menstrual period. Lipedema of 
the lower limbs and grade III cellulite were diagnosed 
in the physical examination. A program was designed 
to treat the cellulite that included: Godoy and Godoy 
manual lymph drainage technique and mechanical 
lymph drainage device (Godoy) that performs passive 
flexion and extension of the tibiotarsal joint–for 1 h/day 
for 10 days over 2 weeks. A perimetric evaluation was 
performed at 10 cm intervals along the abdomen and 
legs. The patient presented perimetric reductions of up 
to 4 cm around the abdomen, 3 cm around the thigh and 
1.5 cm below the knee [Tables 1 and 2].

This study demonstrates that esthetic cellulite constitutes 
an aggravating factor in the perimetry of the legs and 

abdomen in patients with lipedema and indicates a new 
approach to reduce these dimensions in lipedema. As far 
as we know there are no published studies describing this 
approach. The treatment of any disease should consider 
the pathophysiological mechanisms responsible for its 
development. As a pathophysiology hypothesis, Godoy 
proposed that the lymphatic system is involved in the 
evolution of cellulite leading to regional lymphostasis.[6] 
A physical examination of patients strongly suggests this 
mechanism is part of the hypothesis.[5]

In respect to lipedema, the main aggravating factors 
are the necrosis of fat cells[3] and changes in the 
lymphatic system.[4] Therefore, similar aggravating 
pathophysiological mechanisms are seen both in 
lipedema and cellulite. Hence cellulite may constitute an 
aggravating factor for increases the perimetry of the legs 
and abdomen of patients with lipedema, with stimulation 
of the lymphatic system being indicated in treatment.

T h i s  a p p r o a c h ,  w h i c h  t a k e s  i n t o  a c c o u n t 
pathophysiological mechanisms, offers new possibilities 
in the treatment of lipedema.

Lipedema: Is Aesthetic Cellulite an Aggravating Factor 
for Limb Perimeter?

Table 1: Perimetric evaluation of the abdomen and hips
Evaluation 
perimeter (cm)

Initial evaluation 
perimeter (cm)

Final evaluation 
(after 30 days) 
perimeter (cm)

Difference 
(cm)

Abdomen
5 cm above navel 71 68 −3
10 cm above navel 69 68,5 −0.5
5 cm below navel 82 78 −4
10 cm below navel 85 82 −3
Hip 100 96 −4

Table 2: Perimetric evaluation of the legs
Evaluation 
perimeter (cm)

Initial 
evaluation 

perimeter (cm)

Final 
evaluation 

(after 30 days) 
perimeter (cm)

Difference 
(cm)

Limbs Right Left Right Left Right Left

Knee fold 36 37 33.5 34 −2.5 −3
10 above 44 44 41 41 −3 −3
20 above 51 52 49 49.5 −2 −2.5
30 above 56 57 55 55 −1 −2
40 above 0 0 0 0 0 0
10 below 36.5 36 35.5 35 −1 −1
20 below 32 33.5 31 32 −1 −1.5
30 below 24.5 25.5 24 24 −0.5 −1.5

Knee 23.5 22.5 21.5 21.5 −2 −1
5 19.5 20.5 20 20.5 0.5 0
10 20.5 21.5 21 21.5 0.5 0
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Sir,
We report a case of Infantile haemangiomas (IHs) are 
the most common benign vascular tumours of infancy, 
frequently requiring no intervention. Eighty percent of 
IHs is focal and solitary. Fifteen percent of cutaneous 
haemangiomas occur on the extremities. A large size or 
a specific location or both may carry complications such 
as ulceration which is one of the main complications, 
and active treatment is usually required to manage 
pain, potential scarring and occasionally, bleeding and 
infection. Oral Propranolol is used in the treatment of IH 
and is found to be an effective treatment for complicated 
IH, replacing systemic corticosteroids as first‑line 
therapy. Currently, recommendations for instituting 
treatment with topical Timolol in infants differ among 
different specialties and academic centres. Ulceration 
is a major cause of morbidity in IHs. They occur in 
up to 13% of cases. Timolol, a topical beta‑blocker, by 
causing vasoconstriction, inhibition of angiogenesis and 
induction of apoptosis induces a sustained response 
in IH. The drug is available in India as ophthalmic 
solution. The response of ulcerated IH to topical Timolol 
is good and promising without the potentially harmful 
side effects such as hypoglycaemia, bronchospasm and 
hypotension of oral Propranolol.[1,2]

We report a 17‑day‑old female child presented with 
haemangioma since birth, involving the left buttock, with 

ulceration. Ultra sonogram of the abdomen and pelvis 
was normal. The infant was found to have no systemic 
involvement. The infant was administered topical 
Timolol. The parents were advised to use the three drops 
of the 0.5% ophthalmic drops twice daily.

Pulse, blood pressure, heart and respiratory rates were 
monitored daily. Blood glucose level and platelet count 
were tested daily for 1 week. The skin was examined 
for any infection or active bleed. There were no local or 
systemic side effects observed in the daily observation 
during the first one week. There was no need for admission. 
The child was reviewed once in 14 days and photographs 
taken periodically. The response was significant on each 
review consult and after 3 months the lesion healed with 
an atrophic scar at the site of ulceration  [Figures 1‑3]. 
Medication was continued for a further period of 2 months 
and then stopped. Skin graft is planned for a later date if 
required. The child is being followed up and there has 
been no recurrence in the past 6 months.

Ulcerated haemangiomas are often painful in infants; 
they incur risk of local or systemic infection and can 
lead to permanent, unsightly scars. In a retrospective 
observational study, the authors had reported the 
high efficacy of oral Propranolol in an infant with 
ulcerated IH on the leg.[3] The striking effect of beta 
blockers on growing IH can be attributed to three 
molecular mechanisms: Vasoconstriction, inhibition 

Ulcerated Infantile Haemangioma of Buttock Successfully 
Treated With Topical Timolol
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