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Nonpathogenic E. dispar cannot be distinguished from pathogenic E. histolytica based
on the morpholog-ic ground. Antigen analysis, isoenzyme analysis and PCR test on
stool are helpful in differential diagnosis . There are mainly four virulence factors
associated with the pathogenesis of amoebiasis caused by E. histolytica, including (1)
galactose-specific lectin (2) amoebic cysteine proteinases (3) amoebapore (4)
lipophosphoglycan. E. dispar infection is a commensalism which does not require
treatment. Individuals infected with E. histolytica, even asymptomatic, should be
treated with a luminal agent to eradicate the infection. (J Intern Med Taiwan 2004,
15: 61-64)



