
Albendazole Like all benzimidazoles, albendazole acts by
selectively binding to free β-tubulin in nematodes, inhibiting the
polymerization of tubulin and the microtubule-dependent uptake of
glucose. Irreversible damage occurs in gastrointestinal (GI) cells of
the nematodes, resulting in starvation, death, and expulsion by the
host. This fundamental disruption of cellular metabolism offers
treatment for a wide range of parasitic diseases.

Albendazole is poorly absorbed from the GI tract, a feature that is
advantageous for the treatment of intestinal helminths but not for that
of tissue helminth infections (e.g., hydatid disease and
neurocysticercosis), which requires that a sufficient amount of active
drug reach the site of infection. Administration with a high-fat meal
(∼40 g) increases the drug’s absorption by up to five-fold. The
metabolite albendazole sulfoxide is responsible for the drug’s
therapeutic effect outside the gut lumen. Albendazole sulfoxide
crosses the blood–brain barrier, reaching a level significantly higher
than that achieved in plasma. The high concentrations of
albendazole sulfoxide attained in cerebrospinal fluid (CSF) may
explain the efficacy of albendazole in the treatment of
neurocysticercosis.

Albendazole is extensively metabolized in the liver, but there are
few data regarding the drug’s use in patients with hepatic disease.
Single-dose albendazole therapy in humans is largely without side
effects (overall frequency, ≤1%). More prolonged courses (e.g., as
administered for cystic and alveolar echinococcal disease) have
been associated with liver function abnormalities and bone marrow
toxicity. Thus, when prolonged use is anticipated, the drug should be
administered in treatment cycles of 28 days interrupted by 14-day


