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Figura 1 Lesión tumoral ulcerada remitida como úlcera cró-
nica, correspondiente a un carcinoma basocelular.

Figura 2 Pioderma gangrenoso.

úlceras de origen venoso o arterial. Las úlceras venosas
empeoran en aquellas circunstancias que aumentan la pre-
sión venosa, como la bipedestación estática, y se alivian con
las que la disminuyen, como la deambulación, reposo con
elevación o terapia compresiva. El dolor arterial aparece en
reposo o durante deambulación.

Figura 3 Placa de necrobiosis lipoídica con ulceración inicial.

Figura 4 Úlcera de aspecto típicamente venoso.

Exploración física

Una primera maniobra necesaria es palpar los pulsos pedios
como primera evaluación de un posible componente arte-
rial. Posteriormente debemos interesarnos por el estado de
la piel perilesional de la úlcera de cara a, por un lado,
obtener datos sobre el diagnóstico (presencia de varices, de
lipodermatosclerosis, hiper o hipopigmentación, signos de
vasculitis, signos de necrobiosis lipoídica, etc.), y por otro,
para apreciar complicaciones que necesitan de terapia como
presencia de dermatitis, o signos de celulitis. Centrándo-
nos en la úlcera en sí, debemos constatar su localización,
profundidad, estado del borde (macerado, esclerosado,

Tabla 2 Diagnóstico diferencial úlcera venosa vs arterial

Úlcera venosa Úlcera arterial

Localización Región supramaleolar Dorso de pie, dedos
Aspecto Bordes excavados

Fondo sangrante
Bordes planos
Fondo liso

Piel perilesional Pigmentación
Dermatitis

Piel pálida, fría
Pérdida de anejos
Distrofia ungueal

Dolor Escaso
Mejora en decúbito con extremidad elevada o
con terapia compresiva

Importante
Empeora en decúbito o durante la
deambulación

IPTB > 0,8 > 0,6
0,8-0,6 = mixtas

IPTB: índice de presión tobillo-brazo.
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Resumen El tratamiento de las úlceras, incluyendo su forma más frecuente, las úlceras en las
piernas, es un motivo de consulta frecuente para el dermatólogo. En los últimos años se han
producido importantes avances en el campo del tratamiento de las úlceras, como el concepto de
la úlcera crónica como un proceso inflamatorio con implicación de citoquinas proinflamatorias y
déficits de factores de crecimiento, o la teoría de la cura húmeda que ha originado la aparición
de gran variedad de apósitos. La presente revisión intenta actualizar los conocimientos del
lector en la cura de las úlceras en general y de las úlceras en las piernas en particular, con
especial hincapié en los nuevos apósitos y en las terapias avanzadas para los casos refractarios.
© 2011 Elsevier España, S.L. y AEDV. Todos los derechos reservados.
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Diagnostic and Treatment of Leg Ulcers

Abstract Ulcers are a frequent cause of dermatologic consultation, and most correspond to
leg ulcers. Major advances in the treatment of ulcers have occurred in recent years as a result
of research that has led to new concepts such as the consideration of the chronic ulcer as
an inflammatory process involving proinflammatory cytokines and deficits of growth factors.
Furthermore, studies into the use of the wet dressing have led to the appearance of a wide
variety of new dressings. The aim of this review is to update the reader’s knowledge of the
treatment of ulcers in general and of leg ulcers in particular, with a detailed description of the
new dressings available and of the new therapies for use in refractory cases.
© 2011 Elsevier España, S.L. and AEDV. All rights reserved.

Es lógico comenzar esta revisión con una definición del con-
cepto úlcera. Para el dermatólogo consiste en una pérdida
de integridad de la piel que afecta por lo menos a la dermis
y es causada por un proceso patológico. Cuando el origen
es traumático, en castellano la denominamos herida, distin-
ción que no existe en inglés. Además, se prefiere denominar
ulceración cuando es un proceso agudo y conservar el nom-

Correo electrónico: m.velasco@arrakis.es

bre de úlcera para procesos crónicos1. Por lo tanto, hablar de
úlcera crónica es algo redundante. Otra cuestión es el con-
cepto de cronicidad. Algunas revisiones basan el concepto en
un periodo determinado de tiempo, pasado el cual se habla
de «herida crónica» (traduciendo del inglés chronic wound),
periodo que oscila entre 4-12 semanas2. Sin embargo, el con-
cepto más aceptado es hablar de úlcera cuando ésta no cura
en el tiempo esperado, presentando una escasa tendencia
a la cicatrización3,4. Nos vamos a referir en concreto a las
úlceras en las piernas, patología en la que el dermatólogo,
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DISORDERS OF CELLULAR VASCULAR 
OCCLUSION

Stress Reticulocyte Adhesion/Occlusion and  
Sickling Disorders
Just as endothelial cells are recognized to play an active role in the 
pathogenesis of adhesion and occlusion disorders, so too are red blood 
cells – specifically, stress reticulocytes – now recognized as active par-
ticipants in some microvascular occlusion syndromes. The first evi-
dence for this concept accrued from studies of cerebral malaria, where 
brain dysfunction and injury was shown to be related in part to adhe-
sion by the large and sticky early reticulocytes that are released in 
settings of severe anemic stress. More recently, in sickle cell disease, 
the progressive vascular occlusion syndromes caused by ischemia-
related cell sickling may be triggered by microvascular adhesion of these 
same stress reticulocytes. Once the vessel is occluded by these large red 
cells, perfusion of tissue drops, hypoxia ensues, and sickling of red cells 
follows, which may lead to expression of more adhesion molecules. The 
red cell adhesion has been attributed to thrombospondin-mediated 
adhesion to receptors on endothelium and on red blood cells, or by 
phosphatidylserine exposure on red cell membranes65. This binding can 
be blocked by coating the cells with annexin V. Interestingly, antibody 
interference with annexin V function on endothelial and platelet mem-
branes has also been implicated as a mechanism for thrombosis in 
some patients with the APLS.

Intravascular Lymphoma
While chronic lymphocytic leukemia is the most common cause of a 
marked elevation of circulating atypical leukocytes, these cells are 
fragile and do not lead to vascular occlusion syndromes. Reduced per-
fusion of various organ systems may accompany high blast counts, 
nearly always of myelogenous origin. Cutaneous bland leukemic occlu-
sion syndromes have not been reported, although repeated arterial 
occlusion from myeloblasts has been described (e.g. the retinal artery)66. 
Leukemic vasculitis in the skin has also been reported67.

Intravascular lymphoma (B cell > T cell) is a very rare syndrome 
which is typically diagnosed post mortem, usually because of vague 
clinical findings. CNS involvement is often the most severe clinical 
manifestation. Skin lesions are commonly observed (40% of patients) 
but nonspecific and include erythematous, sometimes painful plaques 
or nodules and macular or telangiectatic lesions68. The lower extremi-
ties are the most common location (often in association with edema), 
followed by the trunk. Occasionally, it may present as retiform purpura 
(Fig. 23.10). The histopathologic finding of intraluminal occlusion by 
atypical lymphocytes can be missed on initial interpretation.

Differential diagnosis
The clinical presentation of this syndrome must be distinguished from 
other disorders that can cause inflammatory retiform purpura (see Ch. 
22). Atrophie blanche-like lesions are not specific for this syndrome, so 
a history of the characteristic ulcers should be used to distinguish this 
form of skin injury from other disorders that can lead to atrophic scar-
ring, such as the APLS, cutaneous small vessel vasculitis, sickle cell 
anemia- and hydroxyurea-related leg ulcers, and, especially, venous 
stasis with varicosities.

Treatment
Anecdotally, successful treatment of this syndrome has been observed 
with antiplatelet, anticoagulant and fibrinolytic therapies57. Anabolic 
agents such as danazol and stanozolol have been helpful in some 
instances, as has PUVA therapy60. In patients with atrophie blanche-
like lesions and lupus, antimalarial drugs may be helpful. Patients on 
hydroxyurea with atrophie blanche-like lesions may need a trial off the 
drug, since hydroxyurea may mimic this syndrome through unknown 
mechanisms.

Malignant Atrophic Papulosis

Synonym: ! Degos’ disease

Fig. 23.10 Intravascular B-cell lymphoma. The clinical presentation in this 
patient was retiform purpura and necrosis with livedo. Courtesy, Lucinda Buescher, MD.

Introduction
Malignant atrophic papulosis typically occurs between the second and 
fourth decades of life. The incidences in men and women appear to be 
roughly equal.

Pathogenesis
The pathogenesis of malignant atrophic papulosis is unknown, though 
a vasculopathy would seem to be a leading possibility.

Clinical features
Malignant atrophic papulosis is a rare vaso-occlusive disorder that 
predominantly affects the skin, gastrointestinal tract and CNS22. Cuta-
neous lesions begin as crops of small (2 to 5 mm) erythematous papules 
on the trunk or extremities. These evolve over 2 to 4 weeks, with the 
development of central depression and ultimately a porcelain white 
scar, often with a rim of telangiectasias and an appearance similar to 
atrophie blanche. Cutaneous findings typically precede systemic mani-
festations. Gastrointestinal lesions can lead to bowel perforation, and, 
along with CNS manifestations (e.g. cerebrovascular accidents), are the 
leading causes of death.

Pathology
Skin lesions are characterized histologically by a wedge-shaped area of 
altered dermis with a sparse perivascular lymphocytic infiltrate and an 
atrophic but slightly hyperkeratotic overlying epidermis. The dermis is 
usually altered by edema, mucin deposition and slight sclerosis, but 
occasionally it may be necrotic. The base of the lesion shows vascular 
damage with thrombosis61.

Differential diagnosis
There are reports of a benign form with skin-limited disease, which 
may have a different underlying pathogenesis62. In addition, lesions 
mimicking those of malignant atrophic papulosis, i.e. Degos-like 
lesions, have been seen in patients with autoimmune connective tissue 
diseases (e.g. systemic lupus)63. Recognition that the APLS can produce 
similar lesions suggests that this entity should be excluded, particularly 
in patients with lupus and other autoimmune connective tissue 
disorders.

Treatment
There is still no proven treatment for idiopathic malignant atrophic 
papulosis, though occasional patients appear to respond to aspirin with 
or without pentoxifylline64. It is unclear how often those who are 
responsive have antiphospholipid antibodies.
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Fig. 105.18 National Pressure Ulcer Advisory Panel 
classification of pressure ulcers. A Stage I: non-
blanchable erythema of intact skin. This lesion is the 
heralding sign of impending skin ulceration. For 
darker-skinned individuals, other signs may be 
indicators and include warmth, edema, discoloration 
of the skin, and induration. B Stage II: partial-
thickness skin loss involving the epidermis, dermis or 
both. This superficial lesion presents as an abrasion, 
blister or shallow crater. C Stage III: full-thickness skin 
loss, in which subcutaneous tissue is damaged or 
necrotic and may extend down into, but not 
including, the underlying fascia. This deep lesion 
presents as a crater and sometimes involves adjacent 
tissue. D Stage IV: full-thickness skin loss and 
extensive tissue necrosis, destruction to muscle, 
bone, or supporting structures such as a tendon or 
joint capsule. Undermining or sinus tracts can be 
present. 

NATIONAL PRESSURE ULCER ADVISORY PANEL CLASSIFICATION OF PRESSURE ULCERS

Stage I
Non-blanchable erythema

with induration and warmth

Stage II
Irregular shallow ulceration; loss

of epidermis, dermis or both, with
erythema, induration and warmth

Epidermis
Dermis
Subcutaneous
fat
Muscle

Fascia

Bone

Stage III
Deep ulceration with necrotic base

Stage IV
Deep ulceration reaching underlying bone

Undermining

A B

C D

Fig. 105.19 Additional causes of ulcers. A Systemic sclerosis with an ulcer of the fingertip. B Multiple ulcers secondary to sickle cell anemia. 

A B

position changes in addition to use of a variety of support surfaces to 
relieve pressure; the latter include air- or liquid-filled flotation devices, 
foam products, and pillows or foam wedges as positioning devices. 
Adequate nutrition, education, pain management and psychosocial 
support are also important interventions. Causes of immobility and 
systemic conditions that interfere with wound healing or decrease 
tissue perfusion must be addressed, including congestive heart failure, 
diabetes and/or spastic paresis.

The general principles of ulcer and chronic wound care discussed 
previously also apply to pressure ulcer management. Briefly, debride-
ment may be accomplished via mechanical, enzymatic and/or autolytic 

means. Wounds should be cleansed as non-traumatically as possible, 
and normal saline for irrigation is preferred rather than cytotoxic agents 
such as hydrogen peroxide or povidone-iodine. As always, bacterial 
colonization and infection must be controlled. Dressings should provide 
a moist, but not macerated, environment and occlusive dressings are 
often utilized.

In general, stage I, II and III pressure ulcers are more likely to heal 
with local therapy, whereas stage IV ulcers, particularly those over the 
ischial tuberosities, often require surgical intervention. Adjuvant thera-
pies such as laser, ultrasound, hyperbaric oxygen, and UV irradiation are 
investigational and to date cannot be considered as standard of care. The 
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