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Letters to the Editor

Letters to the Fditor are welcome. If
Jound suitable by the Editors, they will be
published as space permits. By submitting
a Letter 1o the Editor, the author gives
permission for its publication in the jour-
nal Letters should not duplicate similar
material being submitted or published
elsewhere. Letters referring to a recent
Journal article should be received within 3
maonths of the article’s publication. The
Editors reserve the right to edit and
abridge letters, to solicit responses from
authors and others, and to publish such
responses. Please submityour letter in du-
plicate, double-spaced (including refer-
ences), and do not exceed 400 words of
text. Reprints can be ordered through the
corresponding author, whose address is
listed at the end of the letter.

A Documented Case of
Perinatal Lead Poisoning

We present an unusval case of lead
poisoning from a ceramic pitcher, with
complete prenatal and postnatal lead his-
tory and follow-up. The case illustrates
important points for obstetrictans, pedia-
tricians, and public health workers who
work with populations at risk and for pro-
fessionals who examine lead-damaged
children.

The mother was a patient in a long-
term prospective lead study. After an un-
eventful pregnancy she delivered an appar-
ently healthy girl with no complications.
The only unusual finding was an extremely
high cord plasma beta-endorphin level
(1064 pg/ml). The child was constipated in
the hospital, and the first and subsequent
bowel movements were manually stimu-
lated.

During the pregnancy the mother’s
bilood lead level oscillated around the
mean for the study sample (10 pg/dl} until
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weck 36 (Figure 1), Laboratory process-
ing dclays brought the abrupt rise in ma-
ternal lead level after week 36 to our at-
tention 6 weeks afier delivery. The mother
was at that time being discharged from a
readmittance with complaints of lumbar
pain radiating to the abdomen, paresthesia
in the lower extremities, nausea, occa-
sional vomiting, and hypertension. Initial
diagnoses of pyelonephritis, alteration of
the dorsal lumbar spinal column, or lithi-
asis were not confirmed in clinical and lab-
oratory work-up, and she was released
when symptoms diminished.

Upon interview, she disclosed she
had purchased at week 36 a glazed ce-
ramic pitcher for mixing and storing lem-
onade. The glazed interior finish of the
pitcher had detenorated and reflected a

rainbow of colors. Using FDA procedures
{or testing releasable lead in hollow ware
we found 933 ppm of lead in the elution by
argon plasma emission spectrometry.

Although the family stopped using
the pitcher and was counseled about
breast-feeding, nursing continued, as a
method of behavioral controi, until the
baby was 27 months old. After being re-
fused admittance at the only available
clinic for lead detoxification because there
were no symptoms, the child was exam-
ined by the family pediatrician. He told the
family the child was perfectty normal and
the mother should not be told anything
more about lead because it was upsetting
her. We secured family permission to con-
tinue seeing the child only on condition
that we would not discuss lead.
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FIGURE 1—Pattern of blood lead level in mother during pregnancy and in baby trom
birth. The first lead measurement from the baby, at 40 weeks, is from
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Brazclion Neonatal Behavioral As-
sessment Scales and the Graham/
Rosenblith neurological soft signs scale
showed hypertonia, irritability, abnormal
cry, and other neurological sofl signs at 2,
15, and 30 days. Brainstem auditory
evoked responses and clinical EEG were
essentially normal at 20 days, 3, 6, and 12
months. EEG slecp pattern was frag-
mented at 20 days and 3 months, and ab-
normal respiratory patterns were noted to
6 months. Psychometric (Bayley Scales,
Terman Mermil and McCarthy Scales) and
diagnostic testing (Fagan Test of Infant
Intelligence) yielded scores within normal
limits out to 3 years. At cvery examina-
tion, however, tesiing protocols noted
some combination of restlessness, agita-
tion, distractibility, high energy level, lack
of persistence, short attention span, and
poor fine motor control. The mother de-
scribes the child as very difficult, with low
frustration tolerance.

Lead-glazed ceramic ware, common
in Mexico, is widely used by Hispanics in
the United States, who often bring it from
Mexico.-? Tourists import such items as
gifts, and the number of recalls of com-
mercially imported ccramic ware likely
undcrestimates the quantity of leaded
items availabie.?

Uninformed physicians can ad-
versely affect treatment of lead poison-
ing. Toxic levels of lead produce symp-
toms that can be confused with other
disorders. The pattern of hospital admis-
sion, unconfirmed diagnoses, reduction
of symptoms when the patient is removed
from the lead source during hospital stay,
discharge, and re-exposure has been
noted before.* Mothers with high lead
levels expose their infants through ma-
ternal milk. Standardized psychometric
tests are frequently without value in de-
tecting damage from lead in children up
to 3 years, even though behavioral dis-
turbances are clear. [J
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Could Sunscreens
Increase Melanoma
Risk?

Topicatly applied chemical sun-
screens prevent sunburn.' One of the
most common sunscrcens, para-ami-
nobenzoic acid (PABA), was invented in
1922, and commercial products containing
sunscreens became available in 1928.2
High sun protection factor (SPF) sun-
screens, largely based on PABA and its
esters, hecame widely available by the late
1960s and earty 1970s.34 High SPF sun-
screens have been widely recommended
for the prevention of skin cancer, includ-
ing melanoma.>-7 It has been assumed that
the action spectrum for initiation and pro-
motion of melanoma and basal cell carci-
noma is identical to that of sunburn.# Sun-
screens have been strongly recommended
for persons with fair coloring and those
with a history of skin cancer,®1% and use of
sunscreens has become widespread. A
large proportion of adults in the United
States report using sunscreens during rec-
reation,!! and the American Medical As-
sociation has recommended that frequent
use of sunscreens should become a stan-
dard procedure for children.®

Although sunscreens, including
PABA and its esters prevent sunbum,'-2.12
there has never been any epidemiological
or laboratory evidence that they prevent
either melanoma or basal cell carcinoma
in humans. '

Worldwide, the countries where
chemical sunscreens have been recom-
mended and adopted have experienced
the greatest rise in cutancous malignant
melanoma, with a conlemporaneous ris¢
in death rates. in the United States, Can-
ada, Australia, and the Scandinavian
countrics, mejanoma rates have risen
steeply in recent decades, with the great-
est increase occurring after the introduc-
tion of sunscreens.!>37 Death rates in the
United States from melanoma doubled in
women and tripled in men between the
1950s and the 1990s.18 The rise in mela-
noma has been unusually steep in Queens-
land, Australia, where sunscreens were
earliest and most strongly promoted by
the medical community.!® Queensland
now has the highest incidence rate of mel-
anoma in the world.? In contrast, the rise
in melanoma rates was notably delayed
eisewhere in Australia,?® where sun-
screens were not promoted until more re-
cently.

The SPF of sunscreens concerns
solely their abiiity to absorb uitraviolet B
{UV-B)light.2! Even sunscrcens with high
SPF factors can be completely transpar-
ent 1o ultraviolet A (L'V-A),"! which in-
cludes 9%0% to 95% of ultraviolet light.
UV-A blocking ingredients, which have
commonty been added to most sunscreens
since 1989, block onty half the UV-A spec-
trum and provide a protection factor
against delayed UV-A induced crythema
of only 1.7 at usual concentrations. 2

Both UV-A and UV-B have been
shown to mutate DNA and promote skin
cancers in animals.24 UV-A also penc-
trates deeper inta the skin than UV-B.%
Because of the energy distribution of sun-
light22 and filtering by the outermost layers
of the skin, 2 melanocytes receive up to 70
photons of UV-A for every photon of
UV-B.

While largely transparent to most of
the UV-A spectrum, sunscreens effec-
tively block UV-B. UV-B is the normal
stimulus for accommodation of the skin to
sun, such as thickening and increased pig-
mentation.?’ Sunscreens also inhibit the
skin’s production of vitamin D, which is
similarly dependent on UV-B.* Labora-
tory findings indicate that vitamin D me-
tabolites suppress growth of melanoma
cells,? suggesting the possibility that vi-
tamin D deficiency in the skin may have a
role in the ctiology of melanoma.

While few epidemiologic studies
have examined the relationship of sun-
screen use and skin cancer, two studies
suggest that sunscrecns may not be effec-
tive in preventing skin cancer. A large

April 1992, Vol. 82, No. 4



