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Biological changes in C57BL/6 mice following 3 weeks of inhalation exposure
to cigarette smoke or e-vapor aerosols
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Results
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Female C57BL/6 mice were exposed to 3R4F smoke or aerosols generated from three e-vapor

compared with the air-control.

Fig 5. Heatmap of Network Perturbation Amplitude Scores in Lung
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exposure, even with higher nicotine intake, showed substantially reduced molecular and

Figure 1. e-Vapor prototype product design. The cartridge contains 0.9 grams of e-Liquid. The puff-
activated product generates the aerosol via a 3.5 Q (3.9 watts) heater coil.

* Average severity (calculated by the sum of the severity scores divided by the incidence)
NA = Not applicable
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There was no difference in differentially expressed genes (DEG) between Carrier, Test-1, and the sham control. There
were 1750 and 1032 genes significantly up- and down-regulated in Test-2, compared to sham-control. In contrast, 4028
and 4601 genes were significantly up- and down-regulated in the 3R4F compared to sham-control.

microscopic changes.
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