publication of our 1985 article addressing the prevention of uri-
nary tract infection with circumcision,* I believed we had opened
Pandora’s box and felt somewhat obligated to further examine the
many concerns surrounding the practice.

I resent the implication that parents were “coerced” into having
their sons circumcised. Virtually all of them sought to have the
procedure performed. Informed consent counseling was achieved,
with an explicit explanation of the potential risks and benefits.
Furthermore, Doctors Anderson and Schwarz state that the neo-
natal circumcision complication rate of 0.2% that we reported is
the lowest published in the literature. They are wrong. Speert®
found a 0.06% complication rate among almost 11 000 circumcised
boys, while Gee and Ansell® found an identical complication rate
(0.2%) among >5000 circumcised boys. We are unable to say the
procedure is less safe among older children. However, other than
our report, there are no other investigations that have addressed
the issue. Furthermore, these physicians have incorrectly included
meatal stenosis among complications of neonatal circumcision. As
the American Academy of Pediatrics Task Force on Circumcision
pointed out, meatal stenosis does not result from the procedure.”
Additionally, contrary to their statement, there are no reports of
nerve damage from local anesthesia.

There is a dearth of information regarding this, the most com-
mon surgery performed in the United States. Rather than follow-
ing the circumcision debate “with interest,” why don’t these two
physicians make a contribution by pursuing some aspect of the
issue? Before commenting on features of the controversy, I would
suggest they do their homework.

I was fascinated by Dr Katz’s remarks. The traditional briss is
performed at the end of the first week of life, not “routinely” at 3
to 15 months. Why the delay among these older boys? He appar-
ently likes the speed with which he can perform the procedure
using the Mogen clamp. However, with speed as the major objec-
tive, I have seen many unaesthetic results by others using this
device. To date, no investigations have compared the Mogen
clamp with either of the two other commonly used circumcision
devices, the Gomco clamp and the PlastiBell.

Children are acutely aware of the pain associated with the
procedure. In contrast to Dr Katz, I believe all boys deserve some
form of analgesia. He does not consider the dorsal penile nerve
block to be safe. However, there are only a few anecdotal reports
of complications other than local hematoma formation.

I am astounded he does not perform circumcisions with sterile
technique. Well-known, albeit rare, complications include celluli-
tis, staphylococcal scalded skin syndrome, necrotizing fasciitis,
and systemic bacteremia. Furthermore, there are anecdotal reports
of infections such as syphilis being passed from one boy to many
others by using the same, nonsterile instruments. How does he
know there is “almost a zero rate of infection”? Is Dr Katz a
pediatrician who routinely performs follow-ups with these boys
or would they be likely to go elsewhere for complications?

THoMas E. WisweLL, MD
Division of Neonatology
Thomas Jefferson University
Philadelphia, PA 19107
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Lead Questionnaire Not Always Efficient

To the Editor—

Tejeda et al found the lead risk assessment questionnaire to be
an effective screening method for identifying increased lead levels
in their population.! However, as Drs Gellert and Wagner pointed
out in the same issue of Pediatrics,> depending on the prevalence of
elevated lead levels, screening may not even be necessary. There-
fore, using this questionnaire may be inappropriate in certain
populations.

In Arizona, Medicaid requires that physicians screen with these
questions at 6, 9 to 12, 15 to 18, 24 to 36, and 48 to 60 months of age.
Therefore, we decided to determine if this practice was warranted
in our population of Native Americans. Of 143 infants/children
tested thus far, one (0.7%) had an elevated lead level (11 pg/dL),
and the remainder had levels <10 pg/dL. However, 29/143 (20%)
and 20/143 (14%) of the care-givers answered yes to one of the
screening questions and home questions, respectively. The infant
with elevated lead had a positive response to question number
four. Therefore, if the questionnaire was used for screening in this
population, 28/143 (19.6%) normal patients would have been
tested to identify one with a lead level of 11 pg/dL.

This highlights the importance of knowing the local prevalence
of elevated lead levels to avoid unnecessary questioning and
subsequent testing. In our population the screening questions may
not prove useful and could lead to inappropriate testing. Readers
of this study must know the local prevalence of elevated lead
levels before using this questionnaire in their practice.

Louss A. KazaL, Jr, MD
PatriciA W. BuLLock, BSN, RN
Sage Memorial Hospital
Ganado, AZ 86505
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Lead Debate Goes On

To the Editor—

In his recent commentary (Pediatrics, February 1994), Harvey
argued that universal screening for lead exposure, as recom-
mended in the 1991 Centers for Disease Control statement, is
wasteful of resources, and that screening in low prevalence areas
should be curtailed. The value of universal screening for any
disease deserves careful evaluation. This is unarguable; we live
and work, after all, in a period of finite resources. It is also
self-evident that a sensible judgment on this matter requires solid
facts and up-to-date information. But Dr Harvey’s statements
about the neurotoxicity of lead, the accuracy of blood lead mea-
surement, and the therapeutic and preventive responses available
correspond neither to the latest nor the best scientific information.
Indeed, they reflect pediatric thinking circa 1980.

As investigators of lead toxicity, we present what we believe is
a more current and accurate review of recent progress in the
epidemiology and toxicology of lead. This should permit a more
informed judgment as to who should be screened.

Harvey states that “Because of a variety of confounding factors,
and because of the inability to correlate blood lead (BPb) at age 1
year with cumulative body burden, evidence that BPb levels <20
pg/dL cause a clinically important decrease in intelligence and an
increase in neurobehavioral problems by the time a child enters
school is lacking.” This is wrong. There are many studies of
quality that show behavioral effects down to 10 pg/dL and per-
haps lower. There is convincing evidence that blood lead levels
above 10 pg/dL at age 2 are associated with lower IQ at age 10.
Over 24 studies of asymptomatic children have shown lead-re-
lated IQ deficits. Many of these show lead effects down to 10
pg/dL. There is no database of such size for any other neurotoxin.

Not one of these studies is perfect, and not all have found an
effect. But four meta-analyses have concluded that the joint prob-
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ability that the findings are attributable to chance is vanishingly
small.™* It is well-accepted by knowledgeable epidemiologists
(and common sense tells us) that when many studies, each imper-
fect in a different area, agree that there is an effect, something is
going on.

These data provide convincing evidence that effects of lead
extend down to 10 pg/dL and perhaps below. The slope of re-
gression lines shows no evidence of leveling off at 20 ng/dL. The
most recent study from New Zealand, where exposures are not
high, show that early small IQ and behavioral differences due to
lead are associated with later significant decreases in reading,
scholastic ability, and increases in measures of inattention/rest-
lessness.’ The longest follow-up of asymptomatic lead-exposed
children showed a sevenfold increase in failure to graduate from
high school and a sixfold increase in the rate of reading disabili-
ties.® Harvey speaks of confounding as a barrier to concluding that
lead is neurotoxic at these levels. The naming of potential con-
founders is not the same as demonstrating confounding. Indeed,
the best forward studies of lead and IQ controlled for the logical
and empirically demonstrated variates that could confound.

It is on the basis of this body of epidemiologic evidence from
around the world, and supporting data from animal studies, that
the Centers for Disease Control,” the American Academy of Pedi-
atrics,® the Environmental Protection Agency® and, most recently,
the National Academy of Sciences!? have agreed that health effects
at blood lead levels below 20 pg/dL are established fact. This is an
unprecedented coherence of opinion in neurotoxicology. That
does not mean that it is exempt from revision. But to do this
requires a more thorough documentation of the claim that effects
below 20 pg/dL lack evidence to support their existence.

Epidemiology has never pretended to provide perfect control
of all variates. Multivariate space is infinite and grant support;
therefore, number of subjects is not. Where epidemiology is lack-
ing, toxicology fills the gap. Toxicologists can administer lead in
systematically controlled doses, to animals randomly assigned to
group, and eliminate the problem of confounding. Where this has
been done, lead has been demonstrated to impair neurochemical
function'! and animal behavior.'>! If this massive database is not
persuasive for lead, then no other chemical can be considered to
have been demonstrated to be toxic.

Dr Harvey asks: “Is there an accurate, reliable test to determine
BPb?” The answer is a resounding “Yes.” At the recent meeting of
the Centers for Disease Control Lead Task Force, it was clearly
stated that precise measurements of lead down to below 3 pg/dL
were obtainable. The National Academy of Sciences recent report
supports this assertion.

Dr Harvey then asks: “Is there an effective intervention?” He
seems to argue that because there are no published studies of the
effects of environmental control on IQ, and because the costs of
dust control would be “staggering,” they need to be further eval-
uated before they are accepted as good practice. There are a
number of nonpharmacologic, low technical responses to a child
with a blood lead level of 15 pg/dL. The first is source identifica-
tion. Second is education about dust control, handwashing, and
nail biting. Third is nutritional evaluation and counseling. Fourth
is surveillance, so that a child with a blood lead level of 10 is not
next seen with a blood lead of 50. All of these types of intervention
are a great part of pediatric practice, and are what pediatricians
excel in.

Pediatrics has in general been slow to recognize the scientific
progress in lead toxicology. Until the 1940s, the prevailing pedi-
atric belief was that if a child did not die of lead exposure, he or
she was left untouched by the illness. After Byers’ landmark paper
showed that 19 of 20 recovered patients had central nervous
system impairment, that belief was replaced by the conviction that
a child had to display symptoms to have experienced harm. We
now know that this is wrong.

The gap between the amount that has been known about lead
and what has been done about it has always been vast. As scien-
tific knowledge of lead has moved forward, this gap has grown.
We no longer believe that death or complete recovery are the only
outcomes. It is clear, however, that there are pockets of skepticism
about the reality of health effects of lead at low dose, and about the
need to prevent this exposure.

Benjamin Franklin, writing to a friend about the same gap, said:

“You will see by it, that the opinions of this mischievous effect
from lead is at least 60 years old, and you will observe with

10.

11
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Concern how long a useful Truth may be known, and exist,
before it is generally receiv'd and practis’d on.”

That was 230 years ago.
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Kennedy Krieger Institute
Baltimore, MD

DEBORAH CORY-SLECHTA

BERNARD WEISs, PHD

University of Rochester School of Medicine
Rochester, NY

PHILIP LANDRIGAN, MD
Mt Sinai University
New York, NY

PAuL MusHAkK, PHD
PB Associates
Durham, NC

HerBerT L. NEEDLEMAN, MD

University of Pittsburgh School of Medicine
Pittsburgh, PA

DEeBORAH RicE, PHD

Health Canada, Health Protection Branch
Ottawa, Canada

JoHuN RoseN, MD
Albert Einstein College of Medicine
New York, NY

ELLEN SILBERGELD, PHD
University of Maryland School of Medicine
Baltimore, MD

REFERENCES

. Schwartz J, Pitcher H, Levin R, Ostro B, Nichols AL. Costs and Benefits of

Reducing Lead in Gasoline: Final Regulatory Analysis. Washington DC:
USEPS/OPA 1985

. Needleman HL, Bellinger DC. Type II fallacies in the study of childhood

exposure to lead at low dose: a critical and quantitative review. In:
Smith MA, Grant LD, Sors Al, eds. Lead Exposure and Child Development:
An International Assessment. Dordrecht, Boston, London: Kluwer Aca-
demic Press; 1989

. Needleman HL, Gatsonis C. Low level lead exposure and the IQ of

children. JAMA. 1990;263:673-678

. Schwartz J. Beyond LOEL'’s, p values and vote counting: methods for

looking at the shapes and strengths of associations. Neurotoxicology.
1993;237-246

. Fergusson DM, Horwood J, Lynskey MT. Early dentine lead levels and

subsequent cognitive and behavioral development. ] Child Psychol Psy-
chiatry. 1993;34:215-227

. Needleman HL, Schell A, Bellinger D, Leviton A, Allred EN. The

long-term effects of exposure to low doses of lead in childhood: an
11-year follow-up report. N Engl ] Med. 1990;11:83-88

. Centers for Disease Control. Preventing Lead Poisoning in Young Children.

USDHHS/PHS/CDC 1991

. American Academy of Pediatrics/Committee on Environmental

Health. Lead poisoning: from screening to primary prevention. Pediat-
rics. 1993;92:176-183

. United States Environmental Protection Agency. Strategy for Reducing

Lead Exposure. Washington, DC: United States Environmental Protection
Agency; 191

National Academy of Sciences/National Research Council. Measuring
Lead Exposure in Infants, Children, and Other Sensitive Populations. Wash-
ington DC: National Academy of Sciences Press; 1993

Goldstein G. Developmental neurobiology of lead toxicity. In: Needle-
man HL, ed. Human Lead Exposure. Boca Raton: CRC Press; 1992

Rice D, Gilbert SG. Low level lead exposure produces behavioral tox-
icity (spatial discrimination reversal) in adult monkeys. Toxicol Appl
Pharmacol. 1987;91:484-490

. Cory-Slechta DA, Weiss B, Cox C. Performance and exposure indices of

rats exposed to low concentrations of lead. Toxicol Appl Pharmacol.
1985;78:291-299

LETTERS TO THE EDITOR 409

Downl oaded from http://publications.aap.org/pediatrics/article-pdf/94/3/408/ 982222/ 408- a. pdf
by Lhiv OF Ari zona user





