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macrophages (Figure 1), which
not only fail to destroy the spores,
but also transport them to regional
lymph nodes and trigger their
germination. The cells escape from
the macrophages and then spread
from the lymph into the circulatory system. Each rod-shaped
cell is surrounded by a capsule

The intentional release of Bacillus anthracis spores in the USA during
the autumn of 2001 alerted the public to the possibility of future
attacks using biological weapons. It also underscored the importance
of understanding the pathogenesis of the organism and the need for
developing new therapeutics and vaccines. Fortunately, there has
been a resurgence in anthrax research. This review focuses on the
characteristics of B. anthracis that have led to its use as a biological
weapon and the approaches that are being taken by medical
researchers to minimize the impact of another release.

that is essential for its survival. The
non-immunogenic capsule consists
of chains of poly-- D -glutamate
and allows the bacterium to evade
phagocytosis by immune cells.
The bacilli proliferate and can
reach titres of 10 8 cells/ml of
blood. Death of the mammalian
host occurs from a combination of
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form a 14-stranded -barrel. Conco-

hours or as long as several days

mitant with -barrel formation, EF

after the onset of the second phase.

and LF cross into the cell cytosol by
a process that remains unclear.

Therapeutic strategies
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anthrax and is safe for humans, with

replicating to very high numbers

only a small percentage of people

before returning to the soil as
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spores. Its strength as a pathogen

as headache and fever). This vaccine
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perhaps in finding the next host.
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Not surprisingly then, the effective

protocol consists of six injections

dissemination of spores is the lim-

followed by yearly boosters.

iting step in a terrorist attack and
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weaponization of spores is focused
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-D-glutamate7,8. This conjugate

include increased levels of funding
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polymeric backbone. A single mol-

