Hi:

Divide the visceral** adipose tissue into two sides, right and left. 

Further divide the right division into left, right, horizontal center [exactly between left and right], upper, lower, and vertical center [exactly between upper and lower], and horizontal-vertical center [just between right and left and upper and lower]. 

HVCVAR = horizontal-vertical center of the visceral adipose tissue of the right division of the abdomen

Now further divide the HVCVAR into 3 layers. The 1st layer is right below the abdominal muscles, the 3rd later directly covers the visceral organs. The 2nd layer is between the 1st and 3rd layers.

SLHVCVAR = second layer of the horizontal-vertical center of the visceral adipose tissue of the right division of the abdomen

A-delta nerve endings in executionee's SLHVCVAR are stimulated by a large number of extremely low-voltage nanobots [around the same voltage used by neurons and receptors themselves -- thereby preventing any electroporation, increase in temperature, irritation, inflammation, or immune response]; this process does not cause any actual direct injury. The nanoelectrodes are of the exact correct size and shape to "fit" the a-delta nerve endings present inside the SLHVCVAR. The maximum amount [number per area] and intensity [extent of depolarization] of a-delta excitation is just small enough that there is no amount of damage/injury to those nerves or any sensory overload at all and only occurs in the centermost regions of the SLHVCVAR. The death results from the neurocirculatory effects of excruciating sharp pain in the SLHVCVAR. Death can ensue due to neurogenic shock caused by the sharp pain. There is no actual mechanical injury to the body -- at all -- but the pain itself does the execution by dangerously-altering the signals of the circulatory nervous system. At first the A-delta excitation is at minimum amount and intensity. The amount and intensity and of a-delta excitation then smoothly increases in a sine-wave-like manner such that when a minute has passed, the amount and intensity of a-delta excitement reaches max. In centermost region of the SLHVCVAR, is where the a-delta excitability reaches max in a minute. However, as you move towards the right, left, lower, or upper edges of the SLHVCVAR, the a-delta stimulation is always smoothly less than the centermost. Also, in the SLHVCVAR, the closer you go to the 1st or 3rd layer, the milder the a-delta stimulation is. There is no a-delta stimulation outside of the SLHVCVAR. Once the executionee has passed away, the nanoelectrodes stop firing at the a-delta nociceptors in the same smooth manner in which they started. However, instead of taking a minute to completely stop applying electricity to all a-delta nociceptors, these nanoelectrodes only take half a minute to stop. So the a-delta electrocution – both in amount [number per area] and intensity [extent of depolarization] -- stops at 2x the speed it started but in the same smooth sine-wave manner in which it started.
No mechanical injury, no bleeding, no burning, no dehydration, no infection, no torture. Just A-delta induced shock. 

A-delta induced shock results in the following:

1. Force of the heart muscles' contractions decrease significantly [no pulse/heartbeat can be felt; EKG needed to detect heartbeat]

2. Heart rate decreases dramatically [heart rate drops to around 20 beats per minute in approximately 5 seconds]

3. General increase in the heart muscles' relaxability

4. Blood vessels throughout the body widen to total dilation 

The above 4 alone are lethal due to the extent at which they occur -- causing a dangerous drop in blood pressure. Put together, the resulting hypotension means certain death. Vital organs are deprived of blood leading to multiple-organ-failure. This can rapidly kill the individual. 

NOTE: While this a-delta stimulation may seem like torture, the suffering experienced the by executionee is actually dramatically LESS than that caused by lethal injection and other execution methods. This is due to the following:

1. The circulatory relaxation drop blood pressures to the extent where consciousness and pain perception is significantly decreases

2. The a-delta excitation simulates SEVERE injury and causes the brain to releases cascades of endorphins

3. A psychogenic* blackout will occur due to the *extreme* psychic trauma caused by the a-delta excitation.

4. Pain-induced coma caused by alteration of the signals of RAS [Reticular Activation System], as mentioned on http://www.internetarmory.com/self_defense.htm
Quote from http://www.internetarmory.com/self_defense.htm :

"It is speculated that various organs of the body can send pain impulses to the brain stem indicating a severe or overwhelming bodily injury. The reticular activating system responds by producing a functional "shut down", which results in loss of consciousness within a second or two." 

*Along with the endorphins and hypotension, the a-delta excitation causes ACUTE psychological trauma. Due to this, the executionee won't feel the pain, even if the hypotension, pain-induced RAS coma, and endorphins don't kick in. This is because extreme mental trauma causes blackouts even if no mechanical injury has occurred. Such blackouts are common in war veterans, prisoners, victims of natural disasters, those who have lost a loved one, witnessing a tragedy, as well as those subjected to childhood abuse or molestation. These blackouts are known to occur even in the complete absence of bleeding, head-injuries, pain-induced RAS coma, seizures, endorphins, or circulatory disturbances. The brain automatically prevents the traumatized individual from consciously perceiving the emotional agony. Its a protective mechanism for the psyche. 

**Visceral adipose tissue is different from the subcutaneous adipose tissue. In the abdomen, there exist both types of adipose tissues, the subcutaneous fat covers the abdominal muscles, while the visceral fat is under those muscles and covers the digestive organs.

Quote from http://www.obesityresearch.org/cgi/content/full/9/5/283 :

"Visceral fat (i.e., intra-abdominal adipose tissue) and subcutaneous abdominal fat are two discrete compartments of fat"

A-delta-fiber nociception far more likely to cause shock than C-fiber nociception of the same intensity and amount because A-delta nociception results in sharp "pulling, "stabbing" or "cracking" pain [such as an injury to the periosteum of the sternum] whereas C-fiber nociception results in a more dull, irritating, itching/aching sort of pain [such as a mosquito bite]. 

C-fiber nociception rarely -- if ever -- causes shock. 

The sensation induced by A-delta fiber stimulation would have a much greater affect on neurocirculatory reflexes than that of C-fiber stimulation of the same amount and intensity. 

http://courses.washington.edu/conj/sensory/pain.htm 

Quotes from the above site: 

"An A-delta fiber responds to either mechanical stimuli or temperature stimuli in the painful realm and produces the acute sensation of sharp, bright pain." 

"By contrast, a C fiber can respond to a broad range of painful stimuli, including mechanical, thermal or metabolic factors. The pain produced is slow, burning, and long lasting."

http://www.ajhp.org/cgi/content/abstract/51/12/1539 quote:

"Physiological responses to acute pain are described, and the effects of different analgesic techniques on these responses are discussed. The body's response to acute pain can cause adverse physiological effects. Pain can impede the return of normal pulmonary function, modify certain aspects of the stress response to injury, and alter hemodynamic values and cardiovascular function. It can produce immobility and contribute to thromboembolic complications." 

http://jnnp.bmj.com/cgi/content/full/71/suppl_1/i18 quotes:
“In psychogenic coma the eyelids are kept firmly shut and are resistant to opening. Oculocephalic responses are unpredictable though nystamus is evident on caloric testing. Motor tone is normal or inconsistent and limb reflexes retained. Other physical signs based on reflex self protection have been used in this syndrome though their validity has not been formally assessed. The EEG shows awake rhythms. ”
Quotes from http://www.ttmed.com/dementia/text_books.cfm?ID_Dis=216&ID_Cou=237&ID_Book=1669&id_chapter=11710&id_subtext=11723 :

“Pseudocoma, also known as psychogenic unresponsiveness or feigned coma, is difficult to diagnose and should be based on a diagnosis of exclusion because, if true coma is overlooked, the result could be disastrous. Therefore, all patients with coma suspected of being psychogenic in origin must undergo thorough evaluation until the diagnosis is clearly established. A conversion reaction and malingering are the most common causes of pseudocoma.”
“It is important to remember that none of the historical data absolutely include or exclude the possibility of pseudocoma. However, there are some clinical findings suggestive of psychogenic origin, such as conditions precipitated by stress. Pseudocoma usually begins or persists when an observer is present. Patients with pseudocoma slump to the floor and protect themselves from hitting their heads and other body parts.”
“During examination, patients with pseudocoma usually make semipurposeful avoiding movements. They have normal pupils, corneal reflexes and plantar reflexes. They may keep their eyes firmly shut and resist the opening of the eye by examiners. Because eyelid tone cannot be changed at will, in patients with true coma passive eyelid opening is easy and is followed by slow eyelid closure. Blinking also increases in feigned coma, but decreases in true coma. Passive eye opening in a sleeping or an actually comatose person results in mydriasis if the pupillary reflex mechanisms are intact. Conversely, opening the eyes of a person who is awake produces miosis. The eyes roll up when the lids are raised, known as Bell's phenomenon as mentioned before, in patients with psychogenic pseudocoma, while the eyes remain in the neutral position in patients with real coma. Roving eye movements cannot be imitated and their presence indicates true coma. In contrast, voluntary saccadic eye movements seen in feigned coma are usually faster and briskly with a well-defined endpoint. Pseudocoma patients may respond with purposeful movement to painful stimulation and avoid unpleasant stimuli such as a nasal tickle. The presence of nystagmus during cold caloric testing suggests that coma is either feigned or hysterical, because nystagmus requires an intact cerebral cortex and brainstem. Additionally, cold water caloric stimulation is noxious and can induce nausea and vomiting, or awakening in patients with psychogenic coma.”

“Similarly to patients with pseudoparalysis, the hands of patients with pseudocoma do not often hit their face when dropped. However, the diagnostic validity of this kind of self-protection sign has not been evaluated convincingly. Furthermore, unethical provocative maneuvers, such as dropping alcohol in the nostrils or olfactory stimulation using ammonium, should not be used to induce responsiveness in patients deemed to be in feigned coma.”
Quotes from http://www.memorylossonline.com/glossary/psychogenicamnesia.html :

“Psychogenic amnesia (also called functional amnesia) is a form of amnesia which occurs in otherwise healthy people -- i.e., it is not the result of a brain injury. It involves loss of important personal information. Another term for this condition is functional amnesia.“

“In one form of psychogenic amnesia, called fugue state, individuals may forget not only their pasts but their very identities. Despite the many Hollywood movies depicting this phenomenon, fugue state is extremely rare in real life. Fugue state normally resolves with time, particularly with the help of therapy.” 

“A more common form of psychogenic amnesia is dissociative amnesia. In this state, an individual may experience memory loss which is restricted to a particular period of time, such as the duration of a violent crime. This memory loss is too extensive to be explained by ordinary forgetting, and instead may reflect the fact that the information is too stressful or traumatic to be remembered. Dissociative amnesia is a psychological phenomenon, rather than a physiological one, and may often be resolved with the help of therapy.” 
More links that discuss psychogenic blackouts:

http://en.wikipedia.org/wiki/Psychogenic_amnesia
http://www.findarticles.com/p/articles/mi_m3225/is_n1_v41/ai_8773339
www.psych.uic.edu/education/courses/behav_science2000/reed/behavscilimbic03132000/sld023.htm
Any questions/comments are welcome. 

Regards,

Radium

