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Introduction

Cigarette smoking is the leading cause of preventable disease and

death in the United States, accounting for more than 480,000 deaths every Te I e m Etry Data

year, or 1 of every 5 deaths.* Smoking causes a number of diseases,
Including cancers, myocardial infarction, stroke, and chronic obstructive
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Cardiova_scglar symptoms may appear In t_he form qf atherosclerosis, 450 0 Figure 1. Graphs representing physiological parameters Trichrome stalngd Images were used to analyze the ventrlculqr myocardium.
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« |In SH rats, all physiological parameters returned to baseline levels during non-
exposure periods, except heart rate, which persisted at an elevated level.

1. Exposure to tobacco smoke alters cardiac function and morphology in
spontaneously hypertensive rats.
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ImageJ IHC Profiler. Four intensity
ranges were used for scoring the
detection of DAB: high-positive (0-60),
positive (61-120), low-positive (121-
180), and negative (181-255). Sample

« Telemetric approaches can be implemented to detect and document novel and
progressive cardiovascular impacts of tobacco smoke under experimental
conditions.
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