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Environmental Issue

Cardiovasaular and chranic pumonary diseases rark nuber 1 and nuber 4,
respectively, in causation of humon mortdlity world wide. As humans age,
nearty 407 experience hypertension, a precursar for the developrrent of
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How variability can be accounted for

in determining risk

Bronchitic but not healthy rats demonstrate
inflammatory response to real-time ambient PM

What happens when susceptible animals are ex

Exacerbated gene expressions in diseased

?

Hypertensive rats have a greater hemorrhagic

Summary and Conlcusions
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chronic pulmonary diseases are more
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or healthy (WKY) and systemically hypertensive (SHR) rats
(lower) were exposed to oil combustion PM (ROFA) by
inhalation (15 mg/m3x6h/ dx3d) and lung glutathione,an
antioxidant was measured in lung washings

Time (day)
Healthy (SAL) and pulmonary hypertensive (MCT) rats were exposed to oil combustion PM

Healthy (WKY) and systemically hyrerfensive (SH) rats were exposed to
(ROFA) by intratracheal instillation and heart rates were determined by radiotelemetry.

residual oil fly ash by intratracheal instillation and lung RNA was isolated
and used for gene expression analysis using gene array approach.
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