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Traditionally, chronic prostatitis/chronic pelvic pain syndrome (CP/CPPS) in
men (“prostatitis”) was believed to be related to inflammation (usually
secondary to infection) localized to the prostate. Treatment consisted of

antibiotics and anti-inflammatories and, later, prostate-specific medications such
as �-blockers and 5�-reductase inhibitors. However, these and all the other treat-
ments employed to treat chronic “abacterial prostatitis” and “prostadynia” had
never been evaluated or proven to be effective in properly designed clinical trials.
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The introduction of an interna-
tionally accepted classification sys-
tem that includes a definition of
CP/CPPS and a validated outcome
index, the National Institutes of
Health Chronic Prostatitis Symptom
Index (NIH-CPSI), stimulated the
design and implementation of ran-
domized placebo-controlled trials.
These trials, which enrolled compa-
rable subjects and employed similar
outcome analyses, allowed researchers
and clinicians to objectively evalu-
ate evidence-based efficacy data, as
well as compare the various therapies
advocated for men diagnosed with
CP/CPPS. Evidence-based recommen-
dations can then be based on the as-
sessment of clinical trials that have
met the following strict criteria1:
1. Clearly defined population of CP/

CPPS men
2. Randomized placebo-controlled

design
3. Validated outcome analyses (NIH-

CPSI)
4. Peer reviews (published in a peer-

reviewed journal)
Employing these criteria, 12 clinical

trials assessing antibiotics (levofloxacin,
ciprofloxacin), anti-inflammatories
(rofecoxib, zafirlukast), �-blockers
(terazosin, alfuzosin, tamsulosin),
and other treatments, such as hepari-
noids (pentosanpolysulfate), phy-
totherapies (quercetin), allopurinol,
5�-reductase inhibitors, and other
hormone modulators (finasteride,
mepartricin), have been rigorously
evaluated for comparative efficacy.1-5

Table 1 compares the treatment effect
(the difference between the change in
CPSI score in the treatment group
compared with the baseline and the
change in the placebo group).6-17

On the basis of these analyses, a
number of recommendations can be
suggested:
• Antimicrobials cannot be recom-

mended for men with longstand-
ing, previously treated CP/CPPS;

however, some clinical benefit may
be obtained in antimicrobial-naive
early-onset prostatitis patients.
(This suggestion is not based on
randomized placebo-controlled
study data.)

• �-Blockers can be recommended
as a first-line medical therapy,
particularly in �-blocker–naive
men with moderately severe symp-
toms of a relatively recent onset.
�-Blockers must be continued for
more than 6 weeks (likely more
than 12 weeks). �-Blockers cannot
be recommended in men with
longstanding CP/CPPS who have
tried and failed with �-blockers in
the past.

• Anti-inflammatory therapy is not
recommended as a primary treat-
ment; however, it may be useful in
an adjunctive role in a multimodal
therapeutic regime. (This recom-
mendation is not based on random-
ized placebo-controlled data.)

• At this time, hormonal therapy
cannot be recommended as a
monotherapy but should be evalu-
ated in selected patients, such as
older men with concurrent lower
urinary tract symptoms, including
those due to benign prostate
hypertrophy.

• Although early studies have sug-
gested that allopurinol is effective,
it cannot be recommended as a

Table 1
Randomized Placebo-Controlled Clinical Trials That Employed the CPSI as

an Outcome Parameter *

Patients, n Treatment
Active Agent Duration, wk Active Placebo Effect

Levofloxacin6 6 35 45 2.5

Terazosin7 14 43 43 4.1†

Alfuzosin8 24 17 20 6.1†

Tamsulosin9 6 27 30 3.6†

Ciprofloxacin10 6 49 49 2.8

Tamsulosin10 49 1.0

Tamsulosin � 49 0.7
Ciprofloxacin10

Rofecoxib 25 mg11 6 53 59 0.7

Rofecoxib 50 mg11 49 2.0

Zafirlukast12 4 10 7 0.0

Pentosan polysulfate13 16 51 49 2.7

Finasteride14 24 33 31 2.2

Mepartricin‡15 8 13 13 10.0†

Quercetin‡16 4 15 13 6.5†

Allopurinol‡17 12 25 14 3.1

Note: The treatment effect is the change in Chronic Prostatitis Symptom Index (CPSI) from
baseline noted in the treatment group compared with the change in CPSI from baseline noted in
the placebo group. A treatment effect of approximately 3 is believed to be clinically significant.
*This table has been adapted from Nickel JC1-3 and Dimitrakov JD et al.4
†P � .05
‡Single-center trials. All other are multicenter trials.
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therapeutic option on the basis of
the more recent data.

• The early data on herbal therapies,
particularly quercetin, are intrigu-
ing, but a larger multicenter ran-
domized placebo-controlled trial is
required before a recommendation
based on a high level of evidence can
be made on its use.

• Many other medical therapies have
been suggested and tested in small
or uncontrolled pilot studies or
have not yet been subjected to peer
review. Muscle relaxants, cernilton
or bee pollen extract, saw palmetto,
and corticosteroids have all been
suggested and used, but recom-
mendations will have to wait for
results from properly designed ran-
domized placebo-controlled trials
to be published in peer-reviewed
journals.

• A number of uncontrolled clinical
studies have suggested that multi-
modal therapy is more effective
than monotherapy in patients with
long-term symptoms. Future trials
will have to assess such multimodal
therapy.

• Surgery, including minimally inva-
sive procedures, cannot be recom-
mended at this time, unless a specific
and valid indication exists.
These evidence-based recommen-

dations highlight the fact that the
traditional biomedical model of deal-
ing with chronic prostatitis has
failed many patients. So where do
we go now? The answer will lie in
our evolving understanding of the
pathophysiology and etiology of CP/
CPPS.2,3

It is now apparent that the condi-
tion occurs in anatomically and/or
genetically susceptible men who suf-
fer from some initiator factor (usually
repetitive). These initiators can be
infection (urethritis, cystitis, prostati-
tis), dysfunctional high-pressure
voiding (bladder neck, prostate,
sphincter, or urethral pathology),

failure to relax the pelvic floor mus-
cles at rest or during voiding, trauma
(bicycle seat, prolonged sitting), or
allergic phenomenon. This can lead
to a self-perpetuating immunologic
inflammatory state and/or neurogenic
injury, creating acute and then
chronic pain. Peripheral and then
central nervous system sensitization
involving neuroplasticity may lead to
a centralized neuropathic pain state,
further modulated by upper central
nervous system centers.

New avenues of therapy will in-
volve novel diagnostic strategies

leading to neuromodulatory, physical,
and cognitive-behavioral therapies.18

Such treatment trials are already
ongoing and hold promise for better
management of CP/CPPS.

Understanding the Pain in a
Patient With CP/CPPS
The primary presenting symptom in
all these patients is pain. Pain is an
unpleasant sensory and emotional
experience associated with actual or
potential tissue damage, or described
in terms of such damage.19 A pain
syndrome is usually defined as a group
of pain symptoms that characterize a
disease state or clinical syndrome.
In CP/CPPS, the pain is perceived in
the pelvis and, in the absence of clas-
sical pathology, is called pelvic pain
syndrome.

Actual tissue damage is not usually
seen in pain syndromes. In most
cases, if not all of the chronic pelvic
pain syndromes, the pain is at least
partially a function of neuroplasticity
in the central nervous system. To
understand the justification, a few
neuromuscular processes involved in
chronic pain have to be defined and
understood.20-23

Sensitization is the process by
which stimuli are perceived to be
greater than before sensitization takes
place. If nonpainful stimuli are more
intense but not painful, the process is
called hypersensitivity. If nonpainful
stimuli become painful, it is called
allodynia. Such neurologic processes
are difficult to measure or investigate.
However, visceral stimulation–response
curves, such as the sensory percep-
tion associated with visceral disten-
sion (eg, urodynamics), may provide
some answers. Others have studied the
referred cutaneous and muscle

changes using electrical stimulation
and quantitative sensory testing.24

Sensitization can involve periph-
eral nerves in the initial stages of
CP/CPPS, or it can be central, as may
happen in persistent CP/CPPS. Early
peripheral sensitization can be started
by a number of known and unknown
initiators (such as infection, trauma,
dysfunctional voiding, toxins, im-
munogens) in an anatomically and/or
genetically susceptible man.

Central sensitization involves am-
plification of incoming signals by
anatomic and neurochemical mecha-
nisms in the spinal cord or higher
central nervous centers before becom-
ing conscious. Changes in the afferent
(sensory) nervous system and in
the efferent system may also occur.
Neuroinflammation occurs when
substances are released from nerves,
such as substance P, which causes
the release of local inflammatory sub-
stances from leukocytes and other
cells. These substances further amplify
inflammation and afferent sensa-
tions. Neuroinflammation, and hence
changes in nociception, can also
spread by antidromic transmission of
nerve impulses, which travel down

New avenues of therapy will involve novel diagnostic strategies leading to
neuromodulatory, physical, and cognitive-behavioral therapies.
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affected nerves and spread to other
branches of the same or synapsing
nerves in other areas of the body.
There is some evidence that inflam-
mation in one viscus can produce
inflammatory changes in another.

Referred pain occurs when pain is
felt in a part of the body other than
where it originates. Visceral referred
pains are thought to happen when the
organ is innervated by the same nerves
that innervate a somatic dermatome or
myotome (eg, as occurs in renal colic
going into the testicle or heart pain
being felt in the arm), though other
mechanisms have been postulated.
Convergence occurs when neuronal
changes occur in an area of referred
pain, which then becomes sensitized
and/or in which neuroinflammation
occurs. These changes can also spread
to adjacent areas in the spinal cord
and affect neuronal and ultimately
visceral and somatically innervated

structures not initially involved.
These processes, which are experi-
mentally well documented, can cause
pain originating in a visceral organ to
cause muscle pain and spasms.

Conversely, afferent impulses from
muscles can cause changes in the
spinal cord that affect the physiology
of visceral organs. Pain pathways lead
to limbic centers in the brain, which

trigger negative emotions and poor
coping mechanisms, which can fur-
ther affect pain perception and pos-
sibly neuromodulation. All or some
of these neurological mechanisms
may be involved in chronic pain
syndromes and CP/CPPS (Figure 1).

Pain is a sensation that requires
perception and is thus associated
with interpretation and a range of

responses, both physical and psycho-
logic. The patient’s perception and
interpretation of the pain can be mea-
sured, as can the patient’s emotional
response and its associated disability.
Now a battery of well-researched
pain scores is available for general use
to measure both the patient’s percep-
tion of severity and interpretation.25 A
summary of these tools can be found

in the International Continence Soci-
ety guidelines on chronic pelvic pain.26

It is now well accepted that
CP/CPPS exists as an entity quite dif-
ferent from the well-defined pain
conditions in which the pathology is
well understood. Standard urologic
investigations may go some way to
help define the pain syndromes, and
future investigations are likely to bet-
ter define many of the poorly under-
stood conditions. For example, new
conditions are being identified, or old
conditions highlighted; pudendal
neuralgia is one such condition. The
identification of such conditions as
defined by differential nerve blocks
will move some patients from the pain
syndrome group to a well-defined
group. In addition to the use of differ-
ential nerve blocks to define patients,
pain management tools include the
intravenous drug challenges that in-
vestigate the roles of the sympathetic
nervous system, N-methyl-D-aspartate,
or sodium channels.25

Novel Medical Approaches
The patient diagnosed with CP/CPPS
should be initially treated with the
standard therapeutic approach, which
certainly works for some patients. Once
the traditional first-line therapies—
antibiotics, �-blockers, and anti-
inflammatory medications—fail, there
are several other medications to
consider.

Muscular and urinary
sphincter spasm cause pain

and urinary symptoms

Urine flow abnormalities from sphincter spasm
and backwash of urethral bacteria into the
prostate causes inflammation in some men

Central and/or peripheral nervous
system develops increased sensitivity
to pain. This is called sensitization or

wind-up

Initial painful stimulus
such as infection or

injury

Recurrent pain in
urethra and pelvic

muscles

Genetic factors,
past pain experience,

stress, and physical activity may
impact development of pain

1.

2.

5.

3.

4.

Figure 1. Possible scheme explaining muscle dysfunction in chronic pelvic pain syndrome. Abnormalities in the
pelvic floor musculature can promote abnormal lower urinary tract function and can be a self-promoting phenom-
enon. A number of pelvic floor neuromuscular abnormalities have been documented in pelvic pain syndromes.
Adapted from Berger RE. Physical therapy for CP/CPPS refractory to traditional therapy. Presented at: SIU Meet-
ing; October 2006; Cape Town, South Africa.

A battery of well-researched pain scores is available for general use.
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Medications to Treat 
Neuropathic Pain
The predominant symptom of
CP/CPPS is pain. Therefore, medica-
tions to treat pain specifically may
be effective. There is mounting evi-
dence that the pain of CP/CPPS may
be neuropathic and associated with
central nervous system changes. The
presence of central sensitization in
patients with CP/CPPS was demon-
strated by Yang and colleagues,27 who
compared thermal algometry in men
with CP/CPPS versus asymptomatic
controls. Sensitivity to noxious heat

stimuli is thought to be a reflection of
central sensitization, and men with
CP/CPPS reported a higher visual
analog scale to short bursts of nox-
ious heat stimuli to the perineum but
no difference to the anterior thigh.
Thus, these patients have altered sen-
sation in the perineum compared with
controls.

This is similar to other chronic
pain syndromes such as complex re-
gional pain syndrome (reflex sympa-
thetic dystrophy) and fibromyalgia,
in which patients exhibit heightened
responses to noxious heat stimuli
in areas of chronic pain compared
with controls. Several classes of
medications have been found to be
useful in treating neuropathic pain,
and they may be used alone or in
combination.28

Tricyclic antidepressant (TCA)
medications have been shown to be
effective in treating neuropathic
pain.29 Their effects are produced
by serotonin and noradrenaline reup-
take inhibition. They may also block
sodium channels, known to be up-
regulated in some neuropathic pains.
Nortriptyline may produce less seda-
tion than amitriptyline, which could
be important to the many patients

who are relatively young and work-
ing. Starting doses of both amitripty-
line and nortriptyline are 10 mg po
qhs, working up by 10-mg increments
at weekly intervals to a maximum
of 75 to 100 mg po qhs. Sedation
appears to be less of a problem when
the drug is taken at night, and the
analgesic effect lasts for 24 hours or
so. Other problems include anticholin-
ergic side effects such as dry mouth;
these may have a beneficial effect on
urinary frequency, though urinary re-
tention can be precipitated in those
who are prone to it. Imipramine may

be used if urinary frequency and ur-
gency are particular problems.

The anticonvulsants gabapentin
and pregabalin act at the �2� subunit
of voltage-gated calcium channels.
Pregabalin has a higher affinity for
the channel than does gabapentin
and is considered by some as the drug
of choice because of a superior side-
effect profile. Doses of pregabalin
starting at 50 mg po tid and going up

to 100 mg po tid have been effective
in treating neuropathic pain from post-
herpetic neuralgia30,31 and diabetic
neuropathy.32 Doses of up to 450 mg/d
were needed to treat fibromyalgia.33

Common side effects include dizziness
and somnolence. The dose should be
started at 50 mg tid and increased
after 1 week. The drug should be
discontinued by tapering off over a
period of a number of weeks.

Specialist teams use other anticon-
vulsants to treat neuropathic pain. It
must be remembered, though, that the
use of many of these drugs for these
indications is “off license.”

Tramadol, a weak opioid and a
mixed serotonin-noradrenaline reup-
take inhibitor, has shown efficacy
in diabetic neuropathy34 at doses of
50 mg po qid. Side effects include
headache, constipation, and somno-
lence. The maximum dose is 400 mg/d.
Slow-release preparations are available.
Other opioids may have a role but
should only be prescribed by experts
trained in their use for chronic pain
and using the guidelines available,
such as those of the British Pain Soci-
ety or Australian Pain Society.35

Medications to Treat 
Muscle Spasticity
A common observation of men with
CP/CPPS is that of discomfort in the
perineal area and feelings of spasm in
the pelvic floor. Increased muscle tone
in the pelvic floor has been observed
in studies in men with CP/CPPS
compared with controls.36 Men with
CP/CPPS also show abnormal elec-
tromyographic activity in the perineal
muscles.37

Cyclobenzaprine is a medication
closely related to the TCAs. This drug
has been used for the treatment of

musculoskeletal conditions such as
low-back pain, whether spasm has
been present or not.38 We have used
starting doses of 10 mg po qhs, which
can be prescribed up to 3 times per
day.

Tizanidine is a centrally acting
�2-agonist39 shown to be superior
to placebo in treating spasticity for
several conditions. Doses starting as
low as 2 mg po qhs can be used and
go up to dosages of 4 to 6 mg tid.
Liver function tests must be moni-
tored. Although benzodiazepine-type
drugs may be considered, they should
be used with caution because of their

The predominant symptom of CP/CPPS is pain.

Imipramine may be used if urinary frequency and urgency are particular
problems.
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addictive properties. Clonazepam
has been useful in treating neuro-
pathic pain.

Medications Also Used to Treat
IC/PBS/BPS
CP/CPPS and  interstitial cystitis/
painful bladder syndrome/bladder
pain syndrome (IC/PBS/BPS) share
many similarities, including the pres-
ence of pelvic pain and, often, void-
ing symptoms.40 The entrance criteria
for the NIH-sponsored Interstitial
Cystitis Database and Chronic Prosta-
titis Cohort Study contain many sim-
ilarities and allow for men to enter ei-
ther study. Therefore, medications
that are used to treat IC/PBS/BPS may
be useful in men with a diagnosis of
CP/CPPS.

Montelukast (Singulair®; Merck
and Co., Inc., Whitehouse Station, NJ)
is a leukotriene antagonist that binds
to the cysteinyl leukotriene receptor
type 1. It is commonly used for
asthma, as it reduces inflammation in
the lungs and has been described for
the use of IC/PBS/BPS.41 At doses of
10 mg po qd it has few side effects
and anecdotally has been effective in
some men with CP/CPPS.

Pentosanpolysulfate (Elmiron®;
Ortho-McNeil Pharmaceutical, Inc.,
Raritan, NJ) is the only oral medica-
tion approved by the US Food and
Drug Administration for use in
IC/PBS/BPS. Its proposed mechanism
of action is to repair damage to the
glycosaminoglycan layer of the blad-
der. Trials in men with CP/CPPS have
demonstrated that pentosanpolysul-
fate (900 mg qd) was more likely than
placebo to provide relief for CP/CPPS
symptoms.42 

Surgical Therapies
Incision of the bladder neck has been
reported to be effective in men with
prostatitis and evidence of bladder
neck dyssynergy on videourodynamic
studies.43 This represents a very small

and specific group of patients. The
diagnosis must be made using
videourodynamics, and the risks of
retrograde ejaculation must be weighed
against the benefits, especially in
young men.

Neuromodulation may play a role
in treating CP/CPPS. Nine of 10 pa-
tients with chronic pelvic pain treated
with the InterStim device (Medtronic
Inc, Minneapolis, MN) reported im-
provement after implantation.44 This
technique has been reported to de-
crease narcotic use in women with
IC/PBS/BPS.45 It certainly may be
useful in patients with CP/CPPS who

have significant urinary frequency
and urgency refractory to standard
oral medications. Whether sacral root
stimulation, retrograde stimulation, or
indeed antrograde stimulation should
be employed is being debated.

Injection treatment with local
anesthetic and steroid may have a role
in some cases. Certainly, injections of
the pudendal nerves may be therapeu-
tic, and if not therapeutic, they may
have a diagnostic role. There is some
evidence that trigger-point injec-
tions of muscles may be helpful. For
the deep pelvic injections, CT guidance
is necessary. If deep pelvic muscle

Table 2
Neuromuscular Findings in Patients With Pelvic Pain

Condition Parameter Studied Results* Study

CP/CPPS Blinded exam by 62 CP/CPPS, 89 control: Hetrick DC et al36

physical therapist muscle tone, spasm, 
and pain

CP/CPPS Urodynamics 103 men, increased sphincter Zermann DH et al24

pressure 73%, decreased 
flow in 62%

Vulvodynia Surface EMG 25 pts, 25 controls: 9/15 Glazer HI et al46

EMG variables different in
vulvodynia

CP/CPPS Surface EMG 21 pts, 21 controls: Hetrick DC et al37

differences in hypertonicity,
instability, endurance

CP/CPPS Internal, external 62 pts, 98 controls: more Berger  RE, 
tenderness internal and external unpublished

tenderness

Vulvodynia Internal, external 17 pts, 21 controls: more Giesecke J et al47

tenderness tenderness in vulva and 
other locations

Painful Cystometry, 8 PBS, 10 SUI, 9 asymptomatic: Fitzgerald, 2005,
bladder current perception bladder hypersensitivity, AUA abstract
syndrome thresholds, no cutaneous sensitization,

habituation no habituation in PBS group

CP/CPPS Cutaneous heat 36 patients, 66 controls: Yang CC et al27

sensitivity hypersensitivity to heat

*Results of all studies in table showed statistical significance at P � .05 when comparing pretreat-
ment with post-treatment results.
CP/CPPS, chronic prostatitis/chronic pelvic pain syndrome; EMG, electromyography; pts, patients;
PBS, painful bladder syndrome; SUI, stress urinary incontinence.

RIU0330_05-15.qxd  5/15/07  1:42 PM  Page 68



Management of Men Diagnosed With CP/CPPS

VOL. 9 NO. 2  2007    REVIEWS IN UROLOGY    69

trigger-point injections are of benefit,
there is some suggestion that injec-
tion of botulinin toxin may provide
longer benefit.

Physiotherapy
Perception of pain, no matter what its
cause, can lead to both reflex and
voluntary muscle contraction, which
may result in more pain and dysfunc-
tions. Although the pain of CP/CPPS
is poorly understood, nearly all clini-
cians agree that almost all CP/CPPS
patients have some chronic tension
and tenderness of the pelvic floor
musculature. It is probable that these
myofascial abnormalities contribute
significantly to the pain of CP/
CPPS. This pain could be primar-
ily due to muscle abnormalities from
poor posture, chronic stress in-
juries, or neurologic abnormalities,
or to sensitization and convergence
from other damaged tissue (Table 2).
The recognition of the role of my-
ofascial abnormalities of the pelvis
in CP/CPPS has led to several reports
of CP/CPPS symptom relief by thera-
peutic efforts directed at those mus-
cular abnormalities, summarized in
Table 3.

Treatment of CP/CPPS with physi-
cal therapy is still empiric. In practice,
therapeutic interventions are typi-
cally carried out by a physical thera-
pist who is skilled in techniques
such as connective tissue manipula-
tion and myofascial manipulation
or in biofeedback-assisted techniques
for pelvic floor reeducation. Anderson
and colleagues52 reported that moder-
ate or marked improvement in symp-
toms was noted in 72% of 138 men
with CP/CPPS who underwent man-
ual myofascial trigger-point release
and paradoxic relaxation training (a
form of cognitive therapy).

Although most published studies
have shown the benefit of physical
therapy interventions, none has been
controlled (Table 3).48-57 Physical

therapy should address most of the
following:
1. Education of the patient about

pelvic muscle function and pain
2. Education about lifestyle issues

that may exacerbate the pain
3. Education about how posture

affects the pelvis
4. Education about exercises that may

be of benefit and those that may be
harmful

5. Specific stress-reduction techniques

6. Manual therapy such as myofascial
trigger-point release and joint
mobilization

7. Specific exercises to improve
strength, relax muscles, and restore
balance

8. Exercise aimed at improving core
posture and general health and
well-being

9. Education about voiding and sex-
ual behaviors that may exacerbate
the problem

Table 3
Physiotherapy Studies on Patients With Pelvic Pain

Condition Rx Results Study

Proctalgia fugax Pudendal block 55 patients; Takano M48

65% no symptoms, 
25%, decreased 
symptoms

CP/CPPS/IC Physical therapy 4/4 cured Doggweiler-Wiygul R 
and Wiygul JP49

Adolescent Physical therapy 20/21 cured Schroeder B et al50

female
pelvic pain

CP/CPPS Biofeedback 33 men: CPSI decreased Cornel EB et al51

from 23.6 to 11.4,

CP/CPPS Myofascial 72% clinical success Anderson RU et al52

release therapy/
paradoxical
relaxation therapy

IC Thiele physical N � 21: immediate Oyama IA et al53

therapy and “long-term”
improvement

IC Physical therapy N � 47: 65% impro- Weiss JM54

ved EMG, 83% mod./ 
marked improvement

IC Physical therapy N � 16: O'Leary Sant Lukban J et al55

decreased from 15.75
to 8.5

Vulvodynia EMG-assisted N � 43: 38 had no Glazer HI56

physical therapy/ long-term (39.5 mo)
biofeedback pain post-treatment

IC Behavioral/PFMT N � 42: 41 had at least Chaiken DC et al57

9 less micturations/d

CP/CPPS, chronic prostatitis/chronic pelvic pain syndrome; IC, interstitial cystitis; CPSI, chronic
prostatitis symptom index; PFMT, pelvic floor muscle training; EMG, electromyography.
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The NIH has sponsored a multicenter
prospective randomized pilot study to
compare specific pelvic physiotherapy
to a “relaxing” (Swedish) massage
therapy to determine the efficacy of a
targeted therapy.

A Biopsychosocial Approach
In a recent NIH-sponsored meeting on
pelvic pain, more than 50% of the
discussion centered on the psychoso-
cial aspects and potential manage-
ment models for CP/CPPS.18 As evi-
denced by the ongoing research with
physiotherapy and CP/CPPS, physi-
cians are not only talking but also
exploring management options long
considered to be outside the tradi-
tional “box.” 

CP/CPPS outcomes of pain and dis-
ability have recently been examined
using a biopsychosocial model with
physical, cognitive-behavioral, and
environmental predictors.58,59 North
American men enrolled in the NIH-
funded Chronic Prostatitis Cohort
Study completed surveys describing

their pain and pain-related disability
(N � 253). Assessments included
demographics, urinary symptoms,
depression, pain, disability, catastro-
phizing (ie, a pervasive negative
cognitive orientation to pain that may
involve excessive rumination about
pain, magnification of the threat
value of pain sensations, and feelings
of low ability to manage pain: feeling
helpless), patients’ perceptions of
control over pain, pain-contingent
resting, social support, and solicitous
responses from a significant other.

The results show that urinary
symptoms were elevated in those re-
porting greater pain, but that elevated
depression and helplessness catastro-
phizing were even stronger predictors
of high pain reported by these men.
Further, when the pain reports are
broken down into their affective and
sensory pain components, varied re-
sults are present that may be useful in
guiding psychological therapeutic ap-
proaches. For example, higher levels
of affective pain (ie, pain described in

terms of emotional descriptors such
as “sickening” and “fearful”) were
significantly associated with greater
depression, but elevated helplessness
catastrophizing was the strongest
predictor. The helplessness expressed
by these men is an important clinical
feature of affective pain because
its impact is significant when other
variables such as demographics,
urinary status, and other environ-
mental predictors are included in the
analyses.

Completing a similar analysis for
sensory-type pain (ie, pain described
in terms of physical sensations such
as throbbing, sharp, aching) was also
associated with elevations in urinary
symptoms. Again, helplessness catas-
trophizing was a stronger predictor.

In regard to CP/CPPS disability,
worse urinary symptoms and pain
predicted greater disability, but
greater pain-contingent resting (ie,
reporting the use of sedentary behav-
iors such as sitting in a chair as a
method of coping with the pain) was

Main Points
• In chronic prostatitis/chronic pelvic pain syndrome (CP/CPPS), pain is perceived in the pelvis and, in the absence of classical

pathology, is called pelvic pain syndrome.

• If nonpainful stimuli are more intense but not painful, the process is called hypersensitivity. If nonpainful stimuli become painful,
it is called allodynia.

• Referred pain occurs when pain is felt in a part of the body other than where it originates.

• Pain is a sensation that requires perception and thus is associated with interpretation and a range of responses, both physical and
psychological.

• Tricyclic antidepressant medications have been shown to be effective in treating neuropathic pain.

• The anticonvulsants gabapentin and pregabalin have the potential to alleviate the neuropathic pain associated with CP/CPPS.

• CP/CPPS has many similarities to interstitial cystitis/painful bladder syndrome/bladder pain syndrome, including the presence of
pelvic pain and, often, voiding symptoms.

• Incision of the bladder neck has been reported to be effective in men with prostatitis and evidence of bladder neck dyssynergy on
videourodynamic studies.

• Neuromodulation may play a role in treating CP/CPPS.

• Recognition of the role of myofascial abnormalities of the pelvis in CP/CPPS has led to several reports of symptom relief by
physiotherapy.

• Cognitive-behavioral interventions are successful in other chronic pain states, and an NIH-sponsored pilot program is evaluating
their use in CP/CPPS management.
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the strongest predictor. Taken to-
gether, these data suggest that a
biopsychosocial intervention in re-
gard to CP/CPPS pain is warranted
and that cognitive-behavioral vari-
ables such as depression, coping
mechanisms, and catastrophizing are
evidenced as targets for change.

Cognitive-behavioral interventions,
some of which address catastrophizing
and the other psychosocial parameters
associated with the pain, disability,
and quality of life of men with
CP/CPPS, are successful in symptom
relief in other chronic pain states.60 Re-
sponding to the present state of affairs
and the request for innovative empiric
psychological treatment options, the
NIH has sponsored the development of
a CP/CPPS cognitive-behavioral inter-
vention, which is to be evaluated in a
pilot program in 2007. This Cognitive
Behavioral—Symptom Management
Program (CB-SMP) will be unique to
CP/CPPS management because it is
based on CP/CPPS research,58,59,61 is
specific to the pain-related fears and
cognitions of each patient based on as-
sessments they complete, and is to be
delivered by trained clinical urology
nurses using a patient workbook to
increase quality assurance.

Conclusion
The optimal response to the limited
symptom-relief profile of biomedical
treatment options for the patients suf-
fering from CP/CPPS is to continue to
critically evaluate novel biomedical
treatments. But we must also develop
and investigate physical therapy and
biopsychosocial approaches to man-
aging individual patient symptoms.
The new management model pre-
sented in this article should bring
hope for CP/CPPS providers and
refractory patients.
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