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INTRODUCTION 

The tactical world is by definition a high stress environment. In his book “On Combat”, 
Lieutenant Colonel David Grossman notes that the greatest fear of most human beings is 
aggression from other human beings. Whether it’s force-on-force simulation training or real 
combat, the tactical environment is defined by human aggression, aimed either at innocent 
civilians or at the tactical operators themselves. Add to this that the tactical operator is part of 
a close-knit team, and that he or she is under a high degree of pressure to perform as part of 
the team. And it only gets worse: the physical environment itself piles on other unique 
stressors including temperature extremes, low-light conditions, complex and cluttered 
surroundings, hostile animals, insects, and booby traps, and even the potential of biological, 
chemical, or radiological hazards. Finally, and particularly in the LE world, there is the ever-
present fear of being sued or sanctioned if you do something wrong. Or even if you don’t. 

Understanding how the human body responds to stress – the “physiology of stress” – is critical 
to performing under the barrage of hostilities that make up the tactical world. Some of these 
stressors are external, and some are internal. We’ve all seen two people react very differently 
to the same external stress. The difference can only be accounted for by the internal 
processing between the two. This lecture provides a framework for understanding this 
“internal processing” of stress so that the operator can train in such a way to mitigate some of 
the bad effects, and even take advantage of some of the good effects, of the physiologic stress 
response. 

Looked at from the point of view of a physiologist, the tactical operator is a highly trained and 
conditioned athlete who is placed into a rapidly changing force environment. What happens 
during a room entry or an active shooter scenario or a security detail encounter is really the 
sum total of a series of feedback loops that play out within his nervous system. The operator 
perceives threats or changes in his environment, and then responds to that input according to 
his conditioning, to his departments’ SOP’s, and to his teammates’ actions. At first glance, this 
all looks like a video game. There is an important difference, though: the gamer is not afraid of 
being killed or crippled for life, of being sued or fired, or of having innocent blood on his hands 
if he fails to perform. All of these stressors insure that what happens to the vision, hearing, 
heart rate, blood pressure, fine motor coordination, and mental operations is very different 
between a SWAT officer operating in the worst building in the worst part of town on the one 



hand, and a teenager sitting in front of a video screen with a Red Bull and a joystick on the 
other hand. 

The first of these two lectures is on the physiology of stress, and the second is on performance 
enhancement. Both will borrow heavily from what we know about the science of autonomic 
physiology, but also refer as often as possible to real world threats and responses. The first 
lecture will deal with three subjects: 1) the overall stress response; or how the body’s 
autonomic nervous system reacts to stress in general; and then, in detail; 2) how the operator’s 
hearing may be affected by stress (“auditory exclusion”); and 3) how the operator’s vision may 
be affected by stress (“tunnel vision” and/or loss of visual acuity). 

Part I: THE STRESS RESPONSE and THE AUTONOMIC NERVOUS SYSTEM 

The nervous system can be divided into somatic (“voluntary”) and autonomic (involuntary, or 
“automatic”) divisions. The autonomic nervous system (ANS) is, in turn, divided into 
sympathetic (“fight or flight”) and parasympathetic (“rest and digest”) systems. The detailed 
anatomy of the two systems isn’t important to the operator, but the physiology is. Physiology is 
simply the study of function. 

As a general rule, whatever the sympathetic nervous system does, the parasympathetic system 
does exactly the opposite. For example, high sympathetic activity increases heart rate, blood 
pressure, cardiac output, and respiration, and it also dilates the pupils. Conversely, 
parasympathetic activity decreases heart rate, blood pressure, cardiac output, respiration, and 
it constricts the pupils. 

The designation of “fight or flight” as the goal of the sympathetic nervous system is actually 
quite accurate: in a life-or-death scenario where the organism has to either overcome or flee 
from danger, it makes sense that cardiac output will need to be high in order to increase 
oxygen delivery to the skeletal muscles, brain, and heart. This is done at the expense of blood 
flow to less-essential organs like the skin and gut. It also makes sense that the pupils will dilate 
in order to allow greater retinal image quality and greater peripheral vision. Similarly, it makes 
sense that glucose will be mobilized into the blood from the body’s carbohydrate stores and 
made immediately available to the brain, heart, and muscles. 

In the same way, the designation of “rest and digest” is an apt description of the goal of the 
parasympathetic nervous system. When there is no danger at hand, and when the hunt is over, 
it makes more sense to channel the body’s resources and energy into digesting the recently 
captured prey, and to conserve movement and energy while replenishing energy stores. 

The body is more complicated than this description, alone, however. Many physiologic 
functions require constant input from both sympathetic and parasympathetic activity. For 
example, even the seemingly simple act of urinating requires a precisely timed sequence of 
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sympathetic and parasympathetic nerve traffic to the bladder and to the urinary sphincters and 
other muscles surrounding it. When this symphony of nerve traffic doesn’t work precisely, the 
result is either incontinence or urinary retention. You can get a sense of how finely tuned this 
simple act is by witnessing how difficult it can be to pee into a cup when you’re nervous and 
your conscious nervous system is interfering with the ANS. 

It’s also important to realize that extreme stress can activate both sympathetic and 
parasympathetic tone – although under stress the majority will be sympathetic. One widely 
described but not often discussed ramification of parasympathetic tone under stress is urinary 
and fecal incontinence. (Take a look at the anatomy slide. The rectum, bladder, and their 
sphincters are heavily invested with parasympathetic nerves). This reflexive action happens 
more than any individual combatant will likely admit to, but it is entirely involuntary, and has 
very little to do with conditioning, courage, or even experience. The most experienced operator 
I know, who has been in hundreds of life-and-death encounters, routinely stops eating the day 
before and empties his bowels before any planned contact. He does this because he knows that 
battle incontinence is real, and that it cannot be easily prevented or controlled even by the 
toughest minds and bodies. “Autonomic” means just that: you can rarely fight it. 

The sympathetic nervous system is distributed widely throughout the body, but I’ll focus on the 
adrenal glands, since they release most of the hormones that make up the stress response. It’s 
important to know that the sympathetic nervous system achieves its effects by two separate 
mechanisms: 1) neural; and 2) humoral (“hormonal”). The sympathetic nerves innervate the 
heart, part of the lungs, the blood vessels, the sweat glands, and many other end-organs. At the 
point of contact with these targets, the sympathetic nerves release the neurotransmitter 
norepinephrine (“NE”). NE traverses a very small gap before binding to receptors on the target 
organ. In the case of the adrenal gland, the sympathetic nerves that converge on its interior 
release both NE and epinephrine (“adrenaline”) into the blood stream. Essentially, the same 
chemical (like NE) is called a “neurotransmitter” when it’s released into a small gap between 
nerve and target organ, and it’s called a “hormone” when it’s released into the blood stream 
and has to travel a longer distance before reaching its target organ. It is the same chemical, and 
it has the same effect, though, regardless of what it’s called or how distant it is from its target 
when released. 

Back to the adrenal glands. Their name means, literally, “on top of the renals (kidneys)”. The 
adrenals are a pair of triangular glands that sit above each kidney. They are divided into an 
outer area called the “cortex” that secretes steroid hormones like cortisol and aldosterone, and 
an inner area called the “medulla” that secretes epinephrine (“adrenaline”) and norepinephrine 
(“noradrenaline”). In fact, the adrenal medulla is essentially a very large sympathetic nerve 
ending, or ganglion, that empties its neurotransmitters directly into the blood stream. 

When we use the term adrenal “stress response”, we’re really referring to the adrenal medulla, 
and not to the cortex. It’s important to know, however, that the cortex also gets activated 
under stress and dumps cortisol into the blood. As a general rule, cortisol does you no good 
under acute stress. It tends to undo much of what the sympathetic nervous system is trying to 
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do as part of its “fight or flight” response. For example, cortisol de-mobilizes glucose and other 
energy stores, it impairs immunity, and it can even cause mental confusion at high doses. Blood 
cortisol levels are used as a marker in human and animal studies for chronic stress. As one 
example, scientists who study baboon colonies have found that the alpha male has greater 
chronic stress than the beta (second-in-command) male, based on chronically higher levels of 
cortisol. Although the actions of cortisol are many and complex, it is fair to think of it as an 
unintended byproduct of the  
adrenal stress response. 

The other important steroid hormone secreted by the adrenal cortex is aldosterone. In contrast 
to cortisol, aldosterone has a more obvious beneficial effect under acute stress: it causes the 
kidneys to retain salt and water; and therefore, is partially protective in the face of hemorrhage 
and loss of blood volume. 

The remainder of this discussion of the adrenal glands will deal only with the adrenal medulla, 
and its hormones: epinephrine and norepinephrine. These are the real “fight or flight” 
hormones, and they accomplish the sympathetic responses listed at the beginning of this 
section: increased heart rate and contractility, increased blood pressure, increased cardiac 
output and delivery of nutrients and oxygen to the skeletal muscles, increased respiration, 
mobilization of glucose into the blood from carbohydrate stores, pupil dilation, and central 
nervous system arousal. 

At the same time that the adrenal medullas are excreting epinephrine and norepinephrine into 
the blood stream, other sympathetic nerves that directly innervate target organs are firing at an 
increased rate. This dual combination of neural and humoral (hormonal) sympathetic activation 
accomplishes the stress response. 

One dramatic example of how fast, and how potent, the autonomic system is may be seen from 
the diving reflex. Here, a parasympathetic response is triggered from immersing the face into 
ice water. [Don’t do this at home!] Within seconds of immersion, the heart comes to complete 
standstill. In the slides presented in class, the subject is fully conscious. This is because it takes 
some time before cardiac arrest causes loss of consciousness since the brain has several 
minutes of oxygen and glucose stores. In spite of being able to hear his own heart rate grind to 
a halt (his ears are above the surface and the heart rate monitor is making an audible sound 
with each heart beat before his cardiac arrest), and in spite of the sympathetic activation from 
the pain and stress of this exercise, his parasympathetically-mediated cold water diving reflex 
overwhelms the increased sympathetic tone from whatever stress response he has from pain, 
and his heart stops. This is a very reproducible reflex; and, in fact, has been used to treat 
dangerously rapid heart rates. The diving reflex has adaptive values to sea mammals, where it 
doesn’t stop the heart, but instead just slows it down to preserve oxygen, and diverts blood 
flow from non-essential organs like the gut and the skin to deliver it preferentially to the heart, 
brain, and skeletal muscle. The human diving reflex is stronger, more dramatic, and less 
adaptive to the stresses that we face. Nonetheless, it demonstrates how powerful the ANS is, 
and how it can overwhelm conscious control. 
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Another important point about the adrenal stress response is how to measure it. As the diving 
reflex demonstrates, heart rate alone is not always a reliable indicator. Better yet is to actually 
measure circulating epinephrine. This can be a tricky business, though: epinephrine is degraded 
in the blood soon after it is released, so it must be collected and measured quite rapidly – 
almost in real time. That’s why you don’t hear about many studies in the tactical world that 
report circulating epinephrine levels in operators. The Moss study presented in the next slide is 
one of the few that demonstrates actual epinephrine levels in humans during stress. These 
samples were obtained from volunteer anesthesiology residents who agreed to have a central 
venous line placed in their jugular vein before delivering a public lecture. The fear of public 
speaking can be far worse for some people than even the fear of human aggression. At it’s 
peak, and in the subject who showed the most dramatic elevation of epinephrine, the blood 
concentration was the equivalent to giving 2 micrograms of epinephrine IV. Remember this 
level, because it becomes relevant when we examine the claims that “auditory exclusion” is the 
result of circulating epinephrine closing down blood supply to the inner ear. 

Can the overall stress response be modified through training? “Stress inoculation” exposes 
trainees to repetitive stress and teaches them to control their own autonomic responses to 
pain, danger, or other stressors. If we can accept heart rate, pupil diameter, rapid involuntary 
eye movements (“nystagmus”) and involuntary eyelid movement (one of the “micro-tells” that 
interrogators look for) as legitimate measures of the stress response, then the answer is yes. 
Although there is great inter-subject variability in responses to stress inoculation, in general, a 
willing subject can be taught to dramatically dampen his stress response – even to intense pain. 

Even civilians – particularly when they don’t anticipate pain or being shot, but are in a stressed 
environment and have already mounted a stress response - can fail to recognize that they have 
been shot or feel pain once they have recognized the injury. The common denominators appear 
to be: 1) they have a stress response already in place because of a combat environment; 2) they 
have no anticipation of being shot; and 3) bullet wounds are more likely to go unnoticed than 
machete or edged weapons wounds, in part because the assailant and the assault are visible to 
the civilian victim. 
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AUDITORY EXCLUSION 

One of the most fascinating aspects of Colonel Grossman’s book “On Combat” is the recounting 
of many reports from both the law enforcement and the military communities of “auditory 
exclusion”. In brief, this is the well-documented phenomenon of failing to hear loud noises, or 
partially suppressing loud noises, under extreme stress. Auditory exclusion takes many forms, 
but one of the most dramatic is the suppression of the sounds of an officer’s own gunshots 
during his debriefing after a gunfight. 

Some officers have even reported that they assumed that their gun had misfired, fired a squib 
round, or failed to fire at all during a gunfight, only to discover later that they had fired several 
rounds with no malfunctions. Similarly, soldiers after the heat of battle have reported not 
hearing noises as loud as artillery pieces firing in their vicinity during the battle. More 
disturbingly, for our purposes, are episodes when a team member or leader’s shouted 
commands were apparently never heard by the officer or soldier even though they should have 
been clearly audible. 

There are several possibilities at play here. Before looking at the physiology of auditory 
exclusion, we need to exclude the usual list of suspects for strange phenomenon: 1) Are the 
reports exaggerated? 2) Are they the result of faulty memory? 3) Are they limited to either very 
experienced or very inexperienced combatants? 4) Are they rare, outlier events? 

Given the number of well-documented events, and the even larger number of personal reports 
that were not formally documented, but well-remembered, it appears that auditory exclusion is 
a real phenomenon, and cannot be written off as a rare outlier event. There does not appear to 
be an association with the experience level of the combatant reporting the event. As to 
exaggeration, although that can never be excluded because no one other than the reporting 
officer or soldier truly knows what they did and did not hear, it seems unlikely that so many 
combatants have reported separately and independently the same thing. 

What about the possibility that auditory exclusion is just the result of faulty memories – i.e., he 
heard the shot in real time, but consciously or unconsciously suppressed the recollection of the 
sound later? One reason why this explanation is not entirely plausible is that auditory exclusion 
can happen in less stressful environments than a gunfight, and multiple observers can 
demonstrate very different real-time responses to the same sounds. For example, in their first 
few days of training, anesthesiology residents are not yet cued into the sound of the pulse 
oximeter, which has a frequency, or tone, that rises or falls with the blood oxygen saturation. 
An experienced anesthesiologist will immediately detect even a change in saturation of 1% and 
a correspondingly minimal frequency change. In contrast, the rookie will not appear to hear 
even a more dramatic change in tone, and will ask, “Did I hear what?” when asked, “Did you 
hear that?” 
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The same is true during a hospital-based cardiac arrest and resuscitation (“code”). It is not 
uncommon for some members of the code team to report that they never even heard an order 
given even when it was clearly heard by other people in the vicinity. It is likely that, at this point 
in your force-on-force simulation training, you or your teammates have at least once failed to 
“hear” or respond to, an instructor’s command to stop the scenario during the heat of 
simulated battle. When asked why you didn’t stop, you probably reported, ‘I’m sorry – I never 
even heard your command!” 

These latter events are easy to chalk up to selective attention, rather than selective hearing. 
But what about failing to hear something as loud as your own gun firing? Or an artillery piece? 

Some commentators have expressed the opinion that there might be a physiological 
mechanism by where the ear and its sound conducting system are physically “shut down” 
during a stress response. More specifically, the hypothesis has been offered that the high levels 
of circulating epinephrine during extreme stress constrict the blood supply to the inner ear. 
After all – epinephrine is known to constrict arteries and arterioles, which is why you’ve been 
taught to exclude epinephrine from local anesthetics injected into fingers or other appendages. 

Is this hypothesis reasonable? Can our ears function like electronic hearing protection and shut 
down at a moment’s notice under stress? 

My own answer, as a physiologist, is “no”. 

Let’s take the two most plausible mechanisms for the ears to “shut down” biomechanically: 1) 
the acoustic reflex; and 2) circulating epinephrine constricting the modiolar artery of the inner 
ear. 

The electronic counterpart of the acoustic reflex operates every time you use a cell phone. As 
soon as the phone detects your voice in the microphone, it shuts down the speaker to your ear. 
The idea is to prevent interfering sounds from occurring at the same time – in particular, to 
prevent the sound coming from the speaker (the ear piece) being misinterpreted by the phone 
as your own voice and amplified back to the other party. It’s not a system without flaws, 
however: which is why it’s so irritating when both you and the other party begin talking at the 
same time: you can’t hear them, not only because you are talking, but because your ear piece is 
shut down while you are talking, and the loop goes on and on until one of you break the cycle 
by remaining silent for a few seconds. 

Back to our ears. The middle ear contains the three small bones that you probably memorized 
in school: the malleus, the incus, and the stapes. These bones, collectively called “ossicles” 
connect to each other and transmit sound waves from the eardrum to the inner ear. 
Accompanying the three bones are two muscles: the stapedius and the tensor tympani. When 
these muscles contract, they stiffen the ossicles and interfere with their ability to transmit 
sound waves. In fact, the effect on low frequencies is profound: a reduction of 30-40 decibels 
occurs, which is the equivalent of lowering a loud voice to a whisper. As you might guess, the 
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acoustic reflex serves the same function as a cell phone speaker cut-off: when you are talking, 
the acoustic reflex kicks in and shuts down, or reduces, a significant part of your low frequency 
hearing. 

While this may seem like a plausible theory for auditory exclusion, it doesn’t hold water. There 
are two reasons: 1) it doesn’t reduce sound transmission enough to explain the complete 
absence of heard noises or voices; and 2) it isn’t fast enough. The electronic hearing protection 
that you wear on the range takes advantage of almost speed-of-light microelectronics. When 
the front of a pressure wave from a gunshot reaches the microphone, it almost instantaneously 
shuts down the amplification. As well, the system cheats a little by introducing a slight delay in 
the sound amplification for voices so that the electronic trigger to shut it down during a 
gunshot wave has a head start (like the five second television delay for live broadcasts that 
enable real-time censoring). 

The acoustic reflex, on the other hand, isn’t nearly as fast. The “latency” (the time between 
stimulus and response) is 80 milliseconds. While that doesn’t sound very long, compared to the 
time between the beginning of a gunshot sound wave and its peak pressure is less than 1 
millisecond. So much for our own, biological, ear protection. The acoustic reflex works well for 
taming interference during conversations, but it wasn’t designed for a .308. 

What about the theory that circulating epinephrine cuts off the blood supply to the inner ear 
during high stress states? Again, it sounds plausible – and, in fact, this mechanism has been 
proposed by several people who write about tactical physiology. Unfortunately, like the 
acoustic reflex above, it doesn’t hold water. It also has two major flaws: 1) it isn’t fast enough; 
and 2) experiments with intravenous epinephrine do just the opposite: they increase, rather 
than decrease, blood flow to the inner ear. 

Let’s take the timing problem first. Like the acoustic reflex, the latency of a biological 
vasoconstriction reflex is way too slow to attenuate a sound wave that begins and ends as 
quickly as a gunshot. What about the idea that high stress and epinephrine causes a shutdown 
of the artery before the gunshot? That might be plausible, but it wouldn’t explain why other 
noises and voices that occurred just before, just after, and even during the gunshot were heard. 

The other problem comes directly from experiments on the relevant artery that supplies the 
inner ear (the spiral modiolar artery). When topical epinephrine is placed directly on the artery, 
it constricts and the blood supply to the inner ear (the cochlea) decreases. But when 
intravenous epinephrine is given – even at doses 10-15 x what we saw in the experiment with 
the anesthesia  residents during public speaking – blood pressure rises more than the spiral 
modiolar artery constricts, and the net effect is that blood flow to the inner ear increases. 

There are simply too many problems with the acoustic reflex and the epinephrine theories to 
explain auditory exclusion. So, what is the mechanism? The bottom line is that no one knows. 
My own guess is that it is a block not at the level of the ear itself, but in the neural pathways in 
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the brain that process hearing, and that are susceptible to modulation by higher brain functions 
like selective attention, emotions, and stress. 
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VISUAL ACUITY and TRACKING 

Before discussing visual acuity and tracking in the tactical environment, it’s worth visiting the 
commonly referred to phenomenon of “tunnel vision”.  This is when the operator focuses on 
one thing in his central visual fields to the exclusion of other things in the periphery. 

A recent example was described by the police officer who shot Major Hasan, bringing to a stop 
Hasan’s killing spree at Fort Hood. Before the officer (Sergeant Todd) shot the active shooter, 
he confronted the assailant while he was still holding his gun – an FN Five-Seven pistol. In 
describing what he saw, Sergeant Todd stated that the pistol “looked like a howitzer” to him. 
Now, an FN Five-Seven is many things, but a howitzer it is not. In fact, the muzzle has an 
aperture approximately the same diameter as a .22. This is a classic example of “tunnel vision”. 
While Sergeant Todd didn’t say as much, he undoubtedly minimized or failed to notice anything 
other than the pistol while he was perceiving it as an exaggerated weapon. 

Another example is lent by a DEVGRU operator with many CQB contacts who told me that he 
only experiences anything like tunnel vision when he is too far back in an entry stack to take the 
shot himself – at which point, and in frustration – he focuses on his buddy’s gun and everything 
else in the room blurs. 

True tunnel vision occurs in pilots and aviators during exposure to excessive +GZ (downward 
acceleration). The mechanism is ischemia, or lack of blood flow, to the occipital cortex at the 
back of the brain. This is the area of cerebral cortex that processes visual input. The area of the 
occipital cortex that is most susceptible to gravity-dependent ischemia is the part that 
processes information from the peripheral visual fields. The portion that processes central field 
vision is relatively spared. This same phenomenon occurs just before you faint from lack of 
blood pressure (which is often due to a parasympathetic reflex involving the vagus nerve – 
which is why we call fainting a “vasovagal” episode). 

In the case of Sergeant Hasan or the SEAL, however, there is no reason to suspect that their 
blood pressure was low – and there is certainly no reason to suspect that they were exposed to 
increased G forces. Instead, their brand of tunnel vision is very likely to be a matter of selective 
and exaggerated attention (“fixation”), rather than interference with visual input. For that 
reason, although the phenomenon of tunnel vision is of tactical importance, it is not very 
interesting physiologically. 

Visual acuity and visual tracking in the tactical environment, on the other hand, are fascinating 
to a physiologist – and they can be quite important operationally. 

The two most important things to note about the effects of the sympathetic stress response on 
the eyes are: 1) it causes dilation of the pupils; and 2) it impairs the lens accommodation reflex. 
The latter is simply what happens when you read. Muscles that attach to the lens cause it to 
fatten, and thereby focus incoming light to a point closer behind the lens than when the lens is 
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relaxed. As you age, the condition of “presbyopia” occurs, and your accommodation reflex 
weakens. Reading glasses make up for the deficit. 

To the younger operator, the problem with impaired accommodation occurs not because of 
aging and inflexible lenses, but because the stress response causes pupil dilation, and that, in 
turn, impairs lens accommodation. You experience the same thing when your eyes are dilated 
for an eye exam. Even though the amount of incoming light is increased, the complete lack of 
lens accommodation, as well as another problem that comes with over-dilation called 
“spherical aberration” makes everything blurry. 

In the case of refractive surgery, the problem can be exaggerated. This is because refractive 
surgery often results in an intentional far-sightedness (hyperopia). People who are far-sighted 
focus incoming light to a theoretical point behind the retina. Lens accommodation compensates 
for hyperopia and brings the focus back onto the retina. Ophthalmologists over-correct their 
previously near-sighted patients to make them slightly far-sighted so that the surgical result is 
less likely to relax and go away over time. They know that the lens accommodation reflex will 
automatically compensate and their patients will not notice that they are slightly far-sighted. 

Unfortunately for the tactical operator who has had refractive surgery, maximal pupil dilation 
during high stress abolishes the lens accommodation reflex, and he is left with uncompensated 
hyperopia – i.e., visual blurring. 

In the case of pupil diameter, the rule of Goldilocks holds: the optimal diameter is neither too 
little nor too much. A pupil at about 2.4 mm provides the best overall visual acuity in normal 
ambient light conditions. Importantly, there is more to vision than acuity. Accommodation to 
low light or bright light conditions is also important, so there is no one magical pupil diameter. 
The eye is a flexible, rapidly adapting organ for a reason. There is a tradeoff between the 
amount of light let in through the pupils and the depth of focus. A constricted pupil lets in less 
light, of course, and the resulting image quality is poorer. But a constricted pupil also allows for 
a greater depth of focus and has less “spherical aberration” at the level of the cornea, where 
most light focusing occurs. 

The sequence of animated slides showing UBL as a target demonstrates what can happen at 
different pupil diameters to the operator’s ability to focus on the three aspects of a sight 
picture: rear sight; front sight; and target. At normal pupil diameter, all three can be in 
reasonable focus. As the pupil dilates modestly, the target remains in focus because the slight 
increase in spherical aberration is compensated for by increased retinal image quality (more 
light is let it). Unfortunately, at just about the distance of the front sight, matters take a turn for 
the worse: the combination of slight spherical aberration and decreased lens accommodation 
(due to the dilating pupil) can cause blurring of the front sight – the most important of the 
three components of a sight picture. At maximal pupil dilation – as can happen under the 
influence of an extreme stress response – close objects (like the rear and front sights) can blur 
because of  absent lens accommodation and spherical aberration; and far objects (like UBL in 
this example) can blur because of the combination of maximal spherical aberration. 
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Interestingly, maximal spherical aberration even occurs along the visual axis – in other words, 
even light entering the eye straight on is affected. The result is the same as when your pupils 
are dilated with eye drops before an eye exam. You wouldn’t want to enter a gunfight with 
such blurred vision, but that same degree of distortion can happen from a maximal stress 
response alone. 

The other visual phenomenon that plays out in the tactical environment is visual tracking. The 
underlying physiology is complex, but one way of thinking about it is that the brain has both 
voluntary and involuntary tracking mechanisms, and the two are joined and processed by 
pathways that converge on two small brain areas called the superior colliculi. However it’s 
wired, the visual tracking is capable of remarkable feats. Hitting a fastball or shooting a moving 
target are examples. It’s important to note that even the best visual tracking system is useless 
to the operator unless it’s coupled to the parts of the brain that control movement, or motor 
function. That’s where the cerebellum comes in, but that’s also beyond the scope of this 
lecture. 

For the purposes of training, we should focus on the fact that part of the visual tracking system 
is voluntary. Not all of it, though: a lot more goes on in your visual world than you are 
consciously aware of, or than you can consciously control. For example, consider the example 
of the racecar driver. If you asked the driver what he saw during the race, he would likely report 
a smooth succession of images and connected events – like a video or a movie being played. 
That’s not how the visual system works, however. Close examination of the eyes reveals that 
they make quick, jerking movements between objects of interest. They stay fixed on these 
objects of interest for about 90% of the time, and only spend 10% of their time transitioning 
between objects. This is called “opticokinetic” or “saccadic” movement. 

Notice that I said “objects of interest” in the description of opticokinetic movement. That’s our 
clue that we may have an opportunity to consciously control, or train, our visual tracking. The 
reason is that only higher-level brain processing (consciousness) can discriminate between what 
is, or is not, interesting. 

In the next lecture, where the topic of “Physiology as a Weapon” is discussed, we’ll see some 
ways that training can discriminate between the good guys and the bad guys. As just one 
example, a flash-bang tossed into the air before a room entry will cause untrained hostage 
takers to automatically track the flying object – to their demise. In contrast, using a technique 
that I call “verbal override”, we can train ourselves to develop adaptive, rather than 
maladaptive, conditioned responses – including visual tracking in the tactical environment. 
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