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anemia in plumbism. His explanation of the “shattering” of the red blood cells
fits in well with the above theory.

However, there are many cases in which the exposure has continued over
many years, and there is only slight anemia and no icterus present. It is believed
that in such cases Rimington’s ? theory that lead may be acting as a block between
protoporphyrin and iron to prevent their normal combination in the formation of
hemoglobin might be a plausible explanation of this increased coproporphyrinuria.

Following this line of postulation, we believe that in the cases of S. O. and C. A.
coproporphyrinuria increased because red blood cells were being destroyed by lead
with resultant release of protoporphyrin, which was converted into coproporphyrin
and excreted. In the case of C. S. who had chronic lead poisoning and who had
been taking in large amounts of lead for many years, it is believed that the increase
of coproporphyrin took place in the bone marrow and might possibly -have been
due to a blocking by lead during the synthesis of hemoglobin. The case of J. S. also
seems to have a somewhat similar mechanism as the case of C. S.:

However, as was stated previously, although many theories have been set forth,
the actual mechanism of this increased coproporphyrinuria is not clearly under-
stood. It does appear, however, in reviewing these four cases, that rather than
insisting that there must be only one mechanism common to all cases of piumbism,
it is wiser to consider the possibility that two mechanisms may be present, especially
in view of the fact that both the clinical and the laboratory findings do vary from
case to case.

While the mechanism of the coproporphyrinuria of plumbism is not definitely
known, it is known that an increased excretion is seen in lead workers absorbing
large amounts of lead and also in cases of acute and chronic lead poisoning.’® It
has recently been suggested that the finding of coproporphyrinuria may be a valu-
able aid in the prevention or early diagnosis of plumbism.»* Kluver '* has found
the coproporphyrins to be normally present in the white matter of the central
nervous system of animals, including man. This has led to speculation that. the
neuritic pain, headache, encephalopathy and abdominal colic present in plumbism
may be explained by the coproporphyrins deposited in the tissues. ‘

We should like to explore the effect of citric acid, as opposed to that of sodium
citrate, on lead excretion in acute plumbism. We should like to determine the
effect of the citrate ion as opposed to the alkalinizing effect of sodium citrate.
Until such observations are complete, freedom from lead exposure, if attainable,
and calcium therapy where needed, are dependable measures. Since it is not always
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