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Chrysotile Asbestos and
Mesothelioma
doi: 10.1289/ehp. 1002446

The Editor’s Summary for the article by Tse
et al. (2010) stated the following:

Assuming an average latency of 42 years, the
authors predict that incidence rates will peak
in 2009 and that diagnoses will peak in 2014.
However, they caution that ongoing use of
chrysotile asbestos (which has been implicated
but not conclusively established as a cause of
mesothelioma) and the release of asbestos fibers
from older buildings during demolition or reno-
vation may slow the projected decline.

The statement concerning chrysotile asbes-
tos being “implicated but not conclusively
established as a cause of mesothelioma” is
inconsistent with current scientific opinion.
I refer you to the most recent evaluation by
the International Agency for Research on
Cancer in which Straif et al. (2009) stated,

Epidemiological evidence has increasingly shown
an association of all forms of asbestos (chryso-
tile, crocidolite, amosite, tremolite, actinolite,
and anthophyllite) with an increased risk of lung
cancer and mesothelioma. Although the potency
differences with respect to lung cancer or meso-
thelioma for fibres of various types and dimen-
sions are debated, the fundamental conclusion
is that all forms of asbestos are “carcinogenic to
humans” (Group 1).

In addition, opinions such as that
expressed in the Editor’s Summary are
advanced only by scientists with prochrysotile
industry bias.

When I wrote the draft for the first JARC
Monaograph on asbestos in 1976, which the
expert committee accepted and published in
1977 as IARC Monograph Volume 14, a simi-
lar conclusion was stated: “Many pleural and
peritoneal mesotheliomas have been observed
after occupational exposure to crocidolite,
amosite and chrysotile.” Since then—more
than 30 years—science has not changed its
opinion that all forms of asbestos, including
chrysotile, cause mesothelioma.

In fact, in the article that is the subject of
the Editor’s Summary, Tse et al. (2010) did
not indicate that chrysotile is not a cause of
mesothelioma; on the contrary, they stated
the following:

Although the mesothelioma incidence is antici-
pated to decline in the coming decades, it may
not decrease to background risk levels given that
chrysotile consumption has not been banned
under the current legislation and that second-
ary asbestos exposure from the environment will
likely continue. Nevertheless, the hypotheses
generated from this ecologic study need further
confirmation by subsequent analytic studies. The
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present study provides supportive evidence for an
immediate and global ban on asbestos use.

I hope that future Editor’s Summaries
will reflect the conclusions of the article and
not put forth statements that are not sup-
ported by mainstream science. I also support
the conclusion of Tse e al. (2010) for “an
immediate and global ban on asbestos use.”
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bebalf of plaintiffs.
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Editor’s Note: We appreciate Lemen’s con-
cern about the incorrect statement that was
included in the original Editor’s Summary
Jor Tse et al. (2010), and we regret the error.
The Editor’s Summary has been corrected in
the online version of the paper, and an erra-
tum was published in the June isue of EHP
[118:A240 (2010)]; the text of the erratum is
included below:

The Editor’s Summary for the article “Are Current
or Future Mesothelioma Epidemics in Hong Kong
the Tragic Legacy of Uncontrolled Use of Asbestos
in the Past?” by Tse et al. [Environ Health Perspect
118:382-386 (2010); doi:10.1289ehp.0900868)],
has been corrected online: specifically, “(which has
been implicated but not conclusively established as a
cause of mesothelioma)” has been deleted.

The Role of DDT in Malaria
Control
doi:10.1289/ehp. 1002279

The letter “DDT and Malaria Control”
(Tren and Roberts 2010) is the latest in
a long string of opinion pieces placed by
authors associated with Africa Fighting
Malaria (AFM). Appearing in both the
popular media (e.g., AFM 2006; Bate 2009;
Bate and De Lorenzo 2007; Roberts 2007a;
Tren 2002) and scientific literature (e.g.,

Attaran et al. 2000; Roberts 2001, 2007b;
Roberts et al. 2000, 2004; Tren 2009), these
articles and letters reduce the complex issue
of malaria control to a single, dichotomous
choice between DDT and malaria. Framing
the issue in this manner is a dangerous over-
simplification and an distraction from the
critical dialog on how to effectively combat
malaria around the world—particularly in
African communities.

The question that AFM and malaria con-
trol experts must ask is not “Which is worse,
malaria or DDT?” but rather “What are the
best tools to deploy for malaria control in a
given situation, taking into account the on-
the-ground challenges and needs, efficacy,
cost, and collateral effects—both positive and
negative—to human health and the environ-
ment, as well as the uncertainties associated
with all these considerations?”

Tren and Roberts (2010) briefly acknowl-
edged that alternatives to DDT exist (while
denigrating them as “supposed solutions”),
but in typical fashion they focused most of
their letter on the chemical, arguing that
the health effects of malaria are much worse
that those of DDT exposure. As malaria
professionals we are well aware of the dire
health consequences of malaria, but also of
DDT. The challenge before us is therefore to
determine how much weight to give to vec-
tor control within the broader context of a
malaria control program; within vector con-
trol, how much weight to allot to nets versus
indoor residual spraying (IRS); and within
IRS, how much weight to give to DDT or
some other chemical.

These decisions are indeed complex and
location specific. In this regard, van den
Berg’s commentary, “Global Status of DDT
and Its Alternatives for Use in Vector Control
to Prevent Disease” (van den Berg 2009), is a
most useful contribution. In contrast, Tren
and Roberts’ (2010) advice that “van den
Berg’s concerns should be ignored” strikes us
as reckless and irresponsible.

In 2006, Allan Schapira, former coor-
dinator of vector control and prevention
of World Health Organization’s Global
Malaria Programme, observed that malaria
control discussions had become “polluted,”
and warned, “The renewed interest in indoor
residual spraying could lead to interminable
debates in countries about the pros and cons
of DDT” (Schapira 2006). However well
intentioned, Tren and Roberts (2010)—as
with much of AFM’s output—do more to
fuel those “interminable debates” than to
meaningfully inform decisions that will save
people’s lives.
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