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Table 3: 	 Comparison between visceral and somatic pain

Visceral pain Somatic pain

Effective painful stimuli Stretching and distension, 
producing poorly localised pain. 

Mechanical, thermal, chemical and 
electrical stimuli, producing well 
localised pain.

Summation Widespread stimulation produces 
significantly magnified pain.

Widespread stimulation produces a 
modest increase in pain.

Autonomic involvement Autonomic features (e.g., nausea 
and sweating) frequently present.

Autonomic features less frequent.

Referred pain Pain perceived at a site distant to 
the cause of the pain is common.

Pain is relatively well localised and 
well recognised.

Referred hyperalgesia Referred cutaneous and muscle 
hyperalgesia is common, as is 
involvement of other visceral 
organs.

Hyperalgesia tends to be localised. 

Innervation Low density, unmyelinated C fibres 
and thinly myelinated A∂ fibres.

Dense innervation with a wide 
range of nerve fibres.

Primary afferent physiology Intensity coding. As stimulation 
increases, afferent firing increases 
with an increase in sensation and 
ultimately pain.

Two fibre coding. Separate fibres 
for pain and normal sensation. 

Silent afferents 50-90% of visceral afferents 
are silent until the time they are 
switched on.

These fibres are very important in 
the central sensitisation process. 
Silent afferents present, but form a 
lower percentage.

Central mechanisms Play an important part in the 
hyperalgesia, viscero-visceral, 
viscero-muscular and musculo-
visceral hyperalgesia. 

Sensations not normally perceived 
become perceived and non-noxious 
sensations become painful. 
Responsible for the allodynia and 
hyperalgesia of chronic somatic 
pain.

Abnormalities of function Central mechanisms associated 
with visceral pain may be 
responsible for organ dysfunction.

Somatic pain associated with 
somatic dysfunction, e.g., muscle 
spasm.

Central pathways and 
representation 

As well as classical pathways, 
there is evidence for a separate 
dorsal horn pathway and central 
representation.

Classical pain pathways. 

Ongoing peripheral pain mechanisms in visceral pain
In most cases of chronic pelvic pain, ongoing tissue trauma, inflammation or infection is absent [60, 61]. 
However, conditions that produce recurrent trauma, infection or ongoing inflammation may result in chronic 
pelvic pain in a small proportion of cases. For example, out of a large cohort with acute bacterial prostatitis, 
10.5% ended up with a state of CPPPS [62]. It is for this reason that the early stages of assessment include 
looking for these pathologies. Once excluded, ongoing investigations for these causes are rarely helpful and 
indeed may be detrimental.

When acute pain mechanisms are activated by a nociceptive event, as well as direct activation of the peripheral 
nociceptor transducers, sensitisation of those transducers may also occur; therefore, magnifying the afferent 
signalling. Afferents that are not normally active may also become activated by the change, that is, there may be 
activation of the so-called silent afferents. Although these are mechanisms of acute pain, the increased afferent 
signalling is often a trigger for the chronic pain mechanisms that maintain the perception of pain in the absence 
of ongoing peripheral pathology (see below) [63].


