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WHAT SMOKING MAY DO

“Atherosclerosis is widespread and kills many people who have much to give
to society, but it continues to be an elusive villain. This silent killer eats with us,
sits with us, drinks with us, and smokes with us. One day he makes his presence
known—usually with a heart attack or a stroke. Only one in two survive this first
encounter.”—Lawrence Lamb, M.D., professor of cardiology, Baylor University
College of Medicine.

The best answer to heart discase lies in prevention. Obviously the heart is our
most vital organ—once it is in trouble, we are in trouble. To reduce such a risk,
here are some specilic suggestions: Watch your diet and your welghl, control
your blood pressure, avoid tensions and worry, obtain regular resi and sleep,
avoid smoking, get adequate exercise, and have regular medical check-ups.

Your heart is your life—keep it alive!
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Corrosion:

of the Inner Lining

These illustrations document the corrosion of the inner lining of the
artery with cholesterol and other lipids that occurs in atherosclerosis
(hardening of the arteries). This sequence of events results in the obstruction
of an artery by a clot or thrombus. The cholesterol deposition reduces the
flow of blood through the arteries, and the development of a thrombus shuts
off blood flow completely.

Cigarette smoking tends to increase the deposit of these lipids, chiefly
cholesterol, within the inner walls of the arteries, in this way making athero-
sclerosis more severe and gradually clogging the agterics to the heart. In
addition, smoking increases the likelihood of blood clot.

Early deposition of holesicrol shows as
little humps in the aeeiabsill, These small
Iwmmocks dos not seriously réduce blood
flow but do cause some turbulence in the
flowing bload.
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Now e is severe m.lc-rlm-ttm.\
with blaod flow, with irtegular frag:
moents that are ke 1y attached to
the wall of the ar

Pronounced eholesterol deposi-
tion shurply reduces the volume
flow of blood through the artery.
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This close-up shows a loose frag-
ment of a cholesterol deposit.
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Arteries Get Hurt Too

It now appears that to the smoker, coronary heart disease is a greater threat than
that of all other diseases combined. Smoking accelerates the process which leads
to blockage of arteries and eventual damage to the heart itself.
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(Upper left.) In these sections
of a normal aorta of an eleven-
year-old child note the glistening,
smooth surface of the inner lin-
ing of the aorta. The holes are
the openings where smaller ar-
teries branch off.

(Upper center.) This aorta is
from a woman who had smoked
for fifty years, attaining a rate of
forty cigarettes a day. The inner
surface of this large blood vessel
is covered with plaques of fatty
material, some of which show
ulcerations and adherent blood
clots. The entire lining is very
rough.

(Upper right.) Here is a cross
section from a normal coronary
artery. Note the unobstructed
channel through which the blood
can flow freely.

(Lower left.) Another view of
a normal coronary artery indi-
cates that the wall width is one
fifth the width of the channel.
Here again the smooth inner sur-
face allows free, unobstructed
flow of blood.

(Lower center.) In coronary
atherosclerosis this fatty plaque
(“atheroma,” cholesterol mate-
rial) has built up in this artery
until the vessel is about three
fourths obstructed.

(Lower right.) In extreme cor-
onary atherosclerosis the mushy
plaque almost completely ob-
structs this artery—only about
one tenth the normal space re-
maining through which blood
may flow.

(Opposite page, upper left.) A

microscopic view of a typical
atheroma obstructing an artery.
The elongated blank spaces rep-
resent areas where crystals of cho-
lesterol had dissolved out in the
preparation of the mount. The
circular cells in the lower half of
the picture are “foam cells,” or
phagocytes, full of cholesterol.
These are the earliest trace of the
deposit of this fatty material.

(Opposite, upper right.) This
shows five sections from differ-
ent cases of coronary atheroscle-
rosis mounted on the same slide
to illustrate advancing stages of
the disease. In the two upper sec-
tions, the coronary is narrowed
about 10 percent, the one on the
right, about 60 percent, and the
two lower sections about 80 per-
cent and 90 percent narrowed.

This is a red blood smear (sec-
ond row, left). The small dark
objects collected toward the bot-
tom are platelets, the source of a
clotting factor, thromboplastin.

Wheén platelets rupture (sec-
ond row, right) as a result of tis-
sue injury or turbulent flow,
they release thromboplastin. This
results in the conversion of a sol-
uble protein in the blood plasma,
fibrinogen, into the small strands
of fibrin shown here.

The red blood cells quickly
adhere to these strands of fibrin
(third row, left) in increasing
numbers (third row, right) until
the artery is completely ob-
structed (bottom, left) to the
flow of blood.

In one of the coronary ar- 3§

teries of the heart (bottom,
right) this clot {here shown en-
larged) completely occludes or
plugs the blood vessel.




