poisoning. Because arsenic is cleared from blood rapidly, the serum
concentration of arsenic is not diagnostically helpful. However,
arsenic levels are increased in the urine, hair, and fingernails of
patients exposed to arsenic. Anemia with stippling of erythrocytes is
common, and occasionally, pancytopenia and aplastic anemia can
develop. Increased CSF protein levels without pleocytosis can be
seen; this can lead to misdiagnosis as GBS. NCS are usually
suggestive of an axonal sensorimotor polyneuropathy; however,
demyelinating features can be present. Chelation therapy with BAL
has yielded inconsistent results; therefore, it is not generally
recommended.

COBALAMIN (VITAMIN B12)

Pernicious anemia is the most common cause of cobalamin
deficiency. Other causes include dietary avoidance (vegetarians),
gastrectomy, gastric bypass surgery, inflammatory bowel disease,
pancreatic insufficiency, bacterial overgrowth, and possibly
histamine-2 blockers and proton pump inhibitors. An
underappreciated cause of cobalamin deficiency is food-cobalamin
malabsorption. This typically occurs in older individuals and results
from an inability to adequately absorb cobalamin in food protein. No
apparent cause of deficiency is identified in a significant number of
patients with cobalamin deficiency. The use of nitrous oxide as an
anesthetic agent or as a recreational drug can produce acute
cobalamin deficiency neuropathy and subacute combined
degeneration.

Complaints of numb hands typically appear before lower
extremity paresthesias are noted. A preferential large-fiber sensory
loss affecting proprioception and vibration with sparing of small-fiber
modalities is present; an unsteady gait reflects sensory ataxia.
These features, coupled with diffuse hyperreflexia and absent
Achilles reflexes, should always focus attention on the possibility of
cobalamin deficiency (Patterns 2 and 6; Table 446-2). Optic atrophy
and, in severe cases, behavioral changes ranging from mild



