
lymphatics occurs almost exclusively with W. bancrofti infection. This
genital involvement can be manifested by funiculitis, epididymitis,
and scrotal pain and tenderness. In endemic areas, another type of
acute disease—dermatolymphangioadenitis (DLA)—is recognized as
a syndrome that includes high fever, chills, myalgias, and headache.
Edematous inflammatory plaques clearly demarcated from normal
skin are seen. Vesicles, ulcers, and hyperpigmentation also may be
noted. There is often a history of trauma, burns, irradiation, insect
bites, punctiform lesions, or chemical injury. Entry lesions, especially
in the interdigital area, are common. DLA is often diagnosed as
cellulitis.

If lymphatic damage progresses, transient lymphedema can
develop into lymphatic obstruction and the permanent changes
associated with elephantiasis (Fig. 233-2). Brawny edema follows
early pitting edema, the subcutaneous tissues thicken, and
hyperkeratosis occurs. Fissuring of the skin develops, as do
hyperplastic changes. Superinfection of these poorly vascularized
tissues becomes a problem. In bancroftian filariasis, in which genital
involvement is common, hydroceles may develop (Fig. 233-1); in
advanced stages, this condition may evolve into scrotal lymphedema
and scrotal elephantiasis. Furthermore, if there is obstruction of the
retroperitoneal lymphatics, increased renal lymphatic pressure leads
to rupture of the renal lymphatics and the development of chyluria,
which is usually intermittent and most prominent in the morning.


