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leukemia, there were no other cases of leuke-
mia in the other 511 in our practice patients
with secondary lymphedema. It is therefore
tempting to speculate that there may be a
link between the hematological disorder and
primary lymphedema (12,13). Potential
mechanisms might include ineffective
immune surveillance in the affected area, or 
a common genetic abnormality acting as a
“first hit.” While the latter might be less
likely given the disparate types of hemato-
logical malignancy involved, a possible
genetic link has been suggested in previous
case reports. Standard marrow cytogenetics,
although very useful in classifying and 
risk-stratifying acute leukemia, is a relatively
crude method of detecting genetic abnormali-
ties (i.e., it will not identify point mutations,
only gross chromosomal structural or
numerical abnormalities). It is, therefore, 
not surprising that no common link was
established using this methodology.

CONCLUSION

Although our absolute numbers are
small, these are unusual cases for the ages of
the patients involved in terms of the types of
leukemia.  Standard cytogenetics of the
patients with leukemia failed to identify any
common chromosomal abnormalities. Further
study of the potential link between primary
lymphedema and leukemia, however, is
warranted. One method would be a national
registry of all such patients to allow long-
term follow-up and identification of any
associations between primary lymphedema
and leukemias.
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