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I last reviewed the California risk assessment for diesel exhaust in May 1994. It is a
formidable document and has, if anything, become more complex since I saw it last.
Thus, I've decided to focus my comments today on the issues I raised in my 1994 review
and the ways they have been addressed in the current draft. In particular, I will not
comment on the extensive review of the animal literature and its use in part of the
quantitative risk assessment (QRA), which is beyond my expertise. I will also focus on
the carcinogenic effects, specifically lung cancer, that drive the risk analysis.

Let me say at the outset that my overall views have not changed about the carcinogenicity
of diesel emissions and the suitability of the epidemiologic data for risk assessment. In
1994, I wrote that I supported the conclusion that the lung cancer effects are causal, and I
still find the ensemble of human and experimental evidence convincing in that regard. I
also chided the report for failing to include a quantitative meta-analysis of the
epidemiologic data (or even explaining why it was not included). That defect has been
remedied in this draft with an outstanding meta-analysis, which is in close agreement
with one by an independent group that was recently published in Epidemiology (Bhatia et
al, 1998). Together, these two authoritative meta-analyses support the conclusion that
diesel exhausts confer a small but consistent excess risk of lung cancer that cannot be
accounted for by smoking or other confounders, thus further supporting my basic
conclusion.

In my 1994 review, I also supported the choice of the Garshick et al cohort study as the
basis for QRA, although I questioned whether it should be the sole basis, particularly
since the individual data that were being touted as a compelling advantage of that study
were not used in the QRA except indirectly in later stages. I argued that if that was all
that would be done, a similar approach could have been taken with the Garshick case­
control data, and perhaps others. I was thus pleased to see the addition of the case-control
data to the QRA.

More importantly, however, the entire QRA has been extensively reworked in this draft
by extensive reanalyses of the original data and use of appropriate life-table methods to
address the concerns I raised about the handling of time-dependent exposures and other
time-related factors. It is these issues I wish to focus on in the remainder of the time
available. I will try to be brief, in the hopes of simulating discussion that would probably
be more rewarding than simply expressing my own views.
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