
anticholinergic toxidrome is also distinguished by hot, dry, flushed
skin; decreased bowel sounds; and urinary retention. Other stimulant
syndromes increase sympathetic activity and cause diaphoresis,
pallor, and increased bowel activity with varying degrees of nausea,
vomiting, abnormal distress, and occasionally diarrhea. The absolute
and relative degree of vital-sign changes and neuromuscular
hyperactivity can help distinguish among stimulant toxidromes. Since
sympathetics stimulate the peripheral nervous system more directly
than do hallucinogens or drug withdrawal, markedly increased vital
signs and organ ischemia suggest sympathetic poisoning. Findings
helpful in suggesting the particular drug or class causing physiologic
stimulation include reflex bradycardia from selective α-adrenergic
stimulants (e.g., decongestants), hypotension from selective β-
adrenergic stimulants (e.g., asthma therapeutics), limb ischemia
from ergot alkaloids, rotatory nystagmus from phencyclidine and
ketamine (the only physiologic stimulants that cause this finding),
and delayed cardiac conduction from high doses of cocaine and
some anticholinergic agents (e.g., antihistamines, cyclic
antidepressants, and antipsychotics). Seizures suggest a
sympathetic etiology, an anticholinergic agent with membrane-active
properties (e.g., cyclic antidepressants, phenothiazines), or a
withdrawal syndrome. Close attention to core temperature is critical
in patients with grade 4 physiologic stimulation (Table 459-2).

TABLE 459-2 Severity of Physiologic Stimulation and
Depression in Poisoning and Drug Withdrawal


