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Editorial

The endeavor to promote research, education and the clinical
management of chronic pelvic pain continues
CARL MORANDI1, MONICA ZANICHELLI2, GIUSEPPE DI CHIACCHIO2, ANNA PARMIGGIANI3
ALICE CARRIERO*, PIETRO TORRICELLI
1 Istituto di Radiologia, Azienda Ospedaliera Universitaria Policlinico di Modena
* Chirurgia, Ospedale Franchini, Montecchio Emilia (RE) 

Even today, chronic pelvic pain (CPP) is not considered curable by learned bodies. This is not the opinion of this journal.
The September 2017 issue of Pelviperineology Journal published evidence that not only can CPP be caused by the inability of
lax uterosacral ligaments to support nerve plexuses contained within, it can be cured by reconstruction of these ligaments. This
has been known for some years. 
This 2nd Chronic Pelvic Pain issue continues the journal’s exploration of peripheral neurological causation of CPP. The role

of pudendal nerve damage in the causation of CPP was raised by Ahmed Shafik in 1998. Drs Lemos and Beco elaborate and
expand this direction with two important works.
The initial paper in this 2nd Pain issue is presented by Professor Bornstein. It summarizes the 2015 consensus statement on

vulvar pain terminology made on behalf of the International Society for the Study of Vulvovaginal Disease (ISSVD), the
International Society for the Study of Women’s Sexual Health (ISSWSH), and the International Pelvic Pain Society (IPPS), of
which he was Chairman. This is followed by the Lemos and Beco papers. Dr Friedman summarizes another ‘deeply unknown’
condition, Interstitial Cystitis. Johns and Jantos compare age related comorbidities in vulvodynia and bladder pain syndrome.
Joan McCredie and Patricia Skilling’s anecdotal descriptions of almost immediate psychological improvement in patients cu-
red of severe chronic pelvic pain by uterosacral ligament reconstruction question the generally accepted concept that much of
CPP is caused by psychiatric conditions. Hoffman and Wagenlehner give a State of the Art review of Chronic Prostatitis, a ma-
jor cause of CPP in the male, another condition with ‘unknown etiology’. 
The issue concludes with an important ongoing educational initiative from Pelviperineology, presentation and discussion of

challenging clinical cases under the editorship of Dr Leanza. 
ADI Y. WEINTRAUB, PETER P. PETROS

Editors, 2nd pain Issue, Pelviperineology Journal

The International Society of Pelviperineology Congress - 2018
Bucharest, Romania
We are pleased to invite you to the International Society of Pelviperineology Congress, which will be held in 2018

in Bucharest, between the 4th and the 6th of October.
BUCHAREST is situated between the Carpathians Mountains and the Danube, also known as the City of Joy.
In the period between the two World Wars, the city has thrived, under the careful watch of the Monarchy, the in-

tellectual elite and the French architects, becoming known as “The Small Paris” or “The Paris of the East”.
The Old Town is one of the most animated and lively places in Bucharest. Near the center of the city there is an

area with small streets and a big variety of interwar buildings where you can find more than 200 pubs, clubs and
terraces.
In this part of the city one can find, among others, the National Bank (the first bank ever built in Romania), The

Royal Court of Vlad Dracul (Dracula), an old famous street called Lipscani and many buildings that imitate the
French style from the beginning of the 20th century. There are also many restaurants, some of them with a clear
theme, with traditional food and architecture, and others with elements that bring back to life the interwar atmo-
sphere.
The Old Town symbolizes quite well the mixture of the Romanian Culture, the great mosaic that was created he-

re. The Latin spirit, the oriental (Ottoman Empire) influences and some elements from Western Europe (French ar-
chitecture, a little bit of Italian fashion style, international music) are quite visible.
This year’s edition of the Congress will reunite prominent professionals in the field of pelviperineology, joining

specialties such as obstetrics-gynecology, urology, urogynecology, colorectal surgery.
Interesting topics will be debated during the sessions, with multidisciplinary round-table sessions with interactive

participation from the audience.
We invite you to enhance your surgical and clinical knowledge with a diversified scientific program and a line up

of speakers who are not only opinion leaders but also willing to teach.
We look forward to seeing you in Bucharest!

Prof. Dr. Akin Sivaslioglu                                                                              Professor Dr. Elvira Bratila
President of the International Society of Pelviperineology                                         President of the Romanian Society of Urogynecology

2-Editorial.qxp_treatment  05/02/18  14:16  Pagina 1



3pelviperineology 2018; 37: 3-5   http://www.pelviperineology.org

INTRODuCTION
vulvar pain is an enigma. Its etiology, pathophysiology

and treatment have not yet been elucidated. This condition
is presented with pain during intercourse. 

Around the enigma of vulvar pain, myths about its causes
and treatments that have not been proved to be effective
emerged. However, in 2015, an evidence based consensus
terminology has been introduced (“2015 terminology”) 1,2,3,
with a clear definition and understanding of vulvar pain.
Consequently, a new paradigm to the treatment of vulvar
pain was developed making it etiology-based.

“vulvAR pAIN”, “vulvODyNIA” OR
“DySpAREuNIA”?

for years, the International Society of vulvovaginal
Disease (ISSvD) discussed “vulvar pain”, but this is some-
what misleading. In fact, the most common and disturbing
presenting symptom is introital pain during intercourse, i.e.
superficial dyspareunia. Dyspareunia is one of the most
common complaints associated with sexual dysfunction.
why has the ISSvD chosen to focus on “vulvar pain” and
not on “Dyspareunia”? There are several reasons to this.
One is an attempt of the ISSvD to broaden the terminology
so that it involves pain in general and not only pain during
intercourse. An additional reason may be to move away
from the limited psycho-sexual connotation of dyspareunia
that prevailed years ago. 

THE 2015 TERMINOlOGy
The 2015 consensus terminology of “persistent vulvar

pain and vulvodynia” (table 1) has been created by three in-
ternational societies: the ISSvD, the International Society
for The Study of women’s Sexual Health (ISSwSH) and
the International pelvic pain Society (IppS). The new ter-
minology was achieved in four steps. The first involved a
terminology consensus conference with representatives of
the three societies, held in April 2015. Then, an analysis of
the relevant published studies was used to establish a level
of evidence for each factor associated with vulvodynia. The
terminology was amended based on feedback from mem-
bers of the societies. finally, each society’s board accepted
the new terminology.

The final terminology was simultaneously published by
three journals1,2,3. 

CATEGORIES Of pERSISTENT vulvAR pAIN
The 2015 terminology divides ‘persistent vulvar pain’ in-

to two categories: vulvar pain that its cause is known, so
that it is related to a specific disorder (e.g., inflammatory,
neoplastic, traumatic, infection-related, neurologic, trau-
matic, iatrogenic, and hormonal) and ‘vulvodynia’. 

DEfINITION Of vulvODyNIA
The new definition of vulvodynia is “vulvar pain of at

least three months’ duration, without clear identifiable
cause, which may have potential associated factors”. 

DESCRIpTORS Of vulvODyNIA
The 2015 terminology further characterizes vulvodynia

based on location (vestibulodynia, Cliterodynia, general-
ized, mixed), provocation (upon contact or spontaneous),
temporal pattern (intermittent or constant), and onset (pri-
mary or secondary). 

Of the various descriptors that are included in the 2015
terminology, the most important is its localization (local-
ized or generalized) and relation to provocation (provoked
and spontaneous) of vulvodynia. Generalized vulvodynia
(formerly termed ‘essential’ or ‘dysesthetic’ vulvodynia af-
fects the whole vulva and is usually spontaneous. It is re-
garded as a neuropathic pain and affects postmenopausal
women mainly.

In addition, the onset of vulvodynia significantly matters
to treatment outcome4. lpv that has been present since the
first attempt of vaginal penetration is termed primary. If
lpv started after a period of pain-free intercourse it is
named “secondary” lpv. Several researchers believe that
primary lpv is difficult to treat than secondary.

The severity of lpv is determined by the patient’s level
of pain during vaginal intercourse (dyspareunia), using the
Marinoff criteria5: level 1 – dyspareunia causes discomfort
but does not prevent sexual intercourse; level 2: dyspareu-
nia sometimes prevents sexual intercourse; level 3: dys-
pareunia completely prevents sexual intercourse. However,
when intercourse is not practiced, a tampon insertion may
be used to determine severity of lpv and evaluate the suc-
cess of therapy.6

The significance of determining severity of lpv is that
the approach to treatment should be determined according
to the severity of the condition, e.g. In level 1 cases, treat-
ment should not involve surgery. In many cases there is de-
terioration of lpv severity with time, and lpv that was
level 1 may become level 3. less frequently, a level 3 lpv
will spontaneously resolve or become a level 1 in severity.
In other cases, treatment will reduce the level of sensitivity,
rather than leading to a complete resolution of the pain.

fACTORS ASSOCIATED wITH vulvODyNIA
The most important innovation of the 2015 terminology

is an appendix table (Table 2) with a list of potential asso-
ciated factors (musculoskeletal, neuroproliferation, associ-
ated co-morbidities, psychosocial factors, etc) acknowledg-
ing that vulvodynia likely is not one disease, but several
disease processes. Only few recognize the significance of
that “appendix” to the consensus terminology, but these
“potential associated factors” are helpful in identifying pos-

Review

The consensus terminology of persistent vulvar pain and
vulvodynia
JACOB BORNSTEIN
Department of Obstetrics & Gynecology, Galilee Medical Center - Nahariya, Israel
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Jacob Bornstein

sible etiologies of vulvodynia. So far, no etiology of vulvo-
dynia has been recognized by the ISSvD. Hence, the new
terminology revolutionized the approach to the study and
management of vulvodynia, which now need to be individ-
ualized, according to the associated factor. The data on
each associated factor is detailed in a recent review7, and
presented below:
Neuroproliferation or hyperinnervation

An increase in the density of nerve endings in the
vestibular endoderm of women with lpv as compared to
controls has been repeatedly documented. These nerve end-
ings have been shown to be nociceptors and have an in-
creased density of the vanilloid receptor vR1. we have
shown that the increased density of nerve fibers in women
with lpv was 10 times greater than in non-affected wom-
en, and was associated with significant increase in the num-
ber of mast cells and degranulated mast cells within the
vestibular mucosa. we then demonstrated an increased
subepithelial heparanase activity (degranulated from the
aforementioned mast cells) in the vestibular mucosa. we
further postulated that histamine, leukotrienes, and nerve
growth factor – which are released from the degranulated
mast cell – can cause nociceptor proliferation and sensitiza-
tion. In addition, the heparanase, which can degrade the
vestibular stroma, allows these activated and proliferating
nociceptors to penetrate through the degraded basement
membrane into the superficial mucosal epithelium of the
vestibule. It has been theorized by many groups that certain
genetic polymorphisms may predispose affected women
with lpv to have an exaggerated inflammatory response or
chronic infection, which leads to mast cell activation and
subsequent nociceptor proliferation.
Central nervous system involvement in vulvodynia

Central nervous system alterations as a cause of vulvody-
nia has been suspected. Several mechanisms have been pro-
posed: 
• Altered central nervous system processing; 
• Activation of the hypothalamic pituitary adrenal (HpA)

axis via chronic stress;
• visceromotor responses to vaginal distension;
• Global sensitization of nociceptive transmission.

Genetic predisposition of vulvodynia
Genetic studies have focused on two mechanisms: 

– An inability to end a local incident of infection or inflam-
mation;

– An increased susceptibility to hormonal changes caused
by oral contraceptive pills. 
women with lpv were likely to have the less effective

polymorphism of Mannose-binding lectin (MBl). MBl is
major component of antimicrobial innate immunity, thus
leading to an increased rate of infections. 

furthermore, a loss-of-function mutation in the
melanocortin-1 receptor (MC1R)—which carries anti-in-
flammatory effects, in women with lpv. Addition risk may
be caused by a loss-of-function mutation in the MC1R gene
with a variant allele of the Il-1B receptor antagonist gene.

Musculoskeletal factors
The association between the pain associated with lpv

and the pelvic floor muscle overactivity may work both
ways. The dyspareunia frequently results in reflex pelvic
muscles contractions and subsequently a permanent in-
creased muscle tone. On the other hand, , increased muscle
tension may press on fibers of the pudendal nerve and
pelvic trauma may lead to nerve damage and myofascial
trigger points. furthermore, it was hypothesized that my-
ofascial tissues reflexes activate nociceptive and visceral
neurons.

Hormonal factors
A controversy exists as to whether combined oral hor-

monal contraceptives pills (HCp) play a role in the devel-
opment of lpv. Against that association is that of the mil-
lions of women taking HCp, only a slight fraction suffers
from lpv. 

Indeed, three studies have failed to show an association
between HCps and vulvodynia. A case control study even
showed that HCps actually decreased the risk of vestibulo-
dynia.

On the other hand, some women with lpv describe an
improvement with cessation of the HCp, and other studies
depicted association of vestibulodynia with HCp and iden-
tified a polymorphism in the androgen receptor that signif-
icantly increased the risk of developing HCp-induced lpv
in affected women.

with prolonged use of HCp, the net effect is progesto-
genic, so that the estrogen influence on the vestibule and
vagina is reduced. This leads to diminished lubrication and
decreased elasticity, causing increased friability and epithe-
lial damage with vaginal intercourse. later, allodynia and
burning may occur. 

Embryological/Congenital Factors
vulvodynia is sometimes associated with painful bladder

syndrome (interstitial cystitis) and with periumbilical hy-
persensitivity. This association dates back to the embryo
development period; the vestibule develops from the uro-
genital sinus, which is contiguous with the allantois, which
later differentiates to the urachus and the umbilicus.

Inflammatory factors 
women with vulvodynia are more likely to have a history

of allergic rashes. This may clarify the excess of mast cells,
found in cases with lpv compared to controls. Mast cell
produced tumor necrosis factor (TNf) which has been as-

A. Vulvar pain caused by a specific disorder*
• Infectious (e.g. recurrent candidiasis, herpes)
• Inflammatory (e.g. lichen sclerosus, lichen planus, immunobul-

lous disorders)
• Neoplastic (e.g. paget disease, squamous cell carcinoma)
• Neurologic (e.g. post-herpetic neuralgia, nerve compression or in-

jury, neuroma)
• Trauma (e.g. female genital cutting, obstetrical)  
• Iatrogenic (e.g. post-operative, chemotherapy, radiation)
• Hormonal deficiencies (e.g. genito-urinary syndrome of meno -

pause [vulvo-vaginal atrophy], lactational amenorrhea)
B. Vulvodynia – vulvar pain of at least 3 months’ duration, without
clear identifiable cause, which may have potential associated factors 
Descriptors: 
• localized (e.g. vestibulodynia, clitorodynia) or Generalized or

Mixed (localized and generalized)
• provoked (e.g. insertional, contact) or Spontaneous or Mixed

(provoked and spontaneous) 
• Onset (primary or secondary)  
• Temporal pattern (intermittent, persistent, constant, immediate,

delayed)
* women may have both a specific disorder (e.g. lichen sclerosus) and vulvody-
nia.

TABlE 1. 2015 Consensus terminology and classification of persis-
tent vulvar pain and vulvodynia

4
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Appendix: Potential factors associated with Vulvodynia*
• Co-morbidities and other pain syndromes (e.g. painful bladder

syndrome, fibromyalgia, irritable bowel syndrome, temporoman -
dibular disorder) [level of evidence 2]

• Genetics [level of evidence 2]
• Hormonal factors (e.g. pharmacologically induced) [level of evi-

dence 2]
• Inflammation [level of evidence 2]
• Musculoskeletal (e.g. pelvic muscle overactivity, myofascial,

biomechanical) [level of evidence 2]
• Neurologic mechanisms: 
• Central (spine, brain) [level of evidence 2] 
• peripheral – Neuroproliferation [level of evidence 2]

• psychosocial factors (e.g. mood, interpersonal, coping, role, sex-
ual function) [level of evidence 2]

• Structural defects (e.g. perineal descent) [level of evidence 3]
* The factors are ranked by alphabetical order.

TABlE 2. 2015 Consensus terminology and classification of persis-
tent vulvar pain and vulvodynia 

sociated with nerve fiber elongation in animal models of
contact hypersensitivity.

Psychological factors
The prevailing belief that dyspareunia whether mood

changes precede lpv, or develop in response to the ex-
treme inconvenience and difficulties of lpv, is controver-
sial. 

Another controversial issue is whether childhood victim-
ization may be a risk factor for the development of sexual
pain. In addition, women with vulvodynia report signifi-
cantly less sexual desire, arousal and satisfaction, difficulty
in reaching orgasm, a lower frequency of intercourse, more
negative attitudes toward sexuality and more sexual dis-
tress than pain-free controls. Although this may be conse-
quent to the pain associated with vaginal penetration, it
may be an initiating factor 

Many women with vulvar pain report feelings of shame
and low self-esteem. 

Structural defects
pelvic organ prolapse has been associated with vulvody-

nia8,9. A test consisting of locally anesthetizing the nerve
plexuses at the uterosacral ligaments can depict whether the
origin of the vulvodynia results for laxity of the uterosacral
ligaments10.

CONCluSION
The terminology of vulvar pain and vulvodynia was pre-

pared by the ISSvD, ISSwSH, and IppS. It acknowledges
the complexity of the clinical presentation and pathophysi-
ology involved in vulvar pain and vulvodynia, and incorpo-
rates data from evidence-based studies conducted during
the last decade. The inclusion of factors associated with
vulvodynia enables novel approach to research, diagnosis
and treatment.
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INTRODUCTION
It is well established that a large portion of the lum-

bosacral plexus is located intra-abdominally in the
retroperitoneal space1. However, descriptions of lesions on
this plexus in most of the literature refer to its extra-abdom-
inal course. The intra-abdominal location and the potential
entrapment of nerves from lumbosacral plexus at these sites
are often neglected in the literature2.

In 2007, Possover et al.3 described the Laparoscopic
Neuronavigation (LANN) technique, opening the doors to
accessing the retroperitoneal portion of the lumbosacral
plexus through a safe, minimally invasive, and objective
way. Since then, multiple causes of intrapelvic nerve en-
trapments have been described and a new field in Medicine
– Neuropelveology – was created.

In this paper, we will review the laparoscopic anatomy of
the intrapelvic nerve bundles, describe the symptoms and
signs associated with intrapelvic neuropathies, as well as
the diagnosis and treatment rationale of these conditions.

LAPAROSCOPIC ANATOMY OF THE INTRAPELVIC
NERVES

Ilio-Hypogastric, Ilio-Inguinal And Genito-Femoral
Nerves

These nerves are sensitive branches of the lumbar plexus.
The ilio-hypogastric and ilio-inguinal nerves enter the
retroperitoneal space emerging on the lateral border of the
psoas muscle and follow anteriorly and distally to pierce the
internal abdominal oblique muscle close to the antero-supe-
rior iliac spine4. The genito-femoral nerve emerges from the
anterior border of the psoas muscle and its two branches
leave the abdomen through the femoral (femoral branch) and
inguinal (genital branch) canals. Their fibrotic entrapment is
related to post-herniorhaphy inguinodynia5 (Figure 1).

Femoral nerve
The femoral nerve is the largest motor and sensory nerve

of the lumbar plexus. It emerges from the postero-lateral
aspect of the psoas muscle and leaves the abdomen through
the femoral canal (Figure 2) to innervate the quadriceps

muscle and the skin covering the anterior thigh and medial
aspect of the leg.
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Figure 1. –
Laparoscopic view the
left abdominal wall
exhibiting the Ilio-
Hypogastric (IHN),
Ilio-Inguinalis (IIN)
and Genito-Femoralis
(GFN) Nerves, with
the overlying peri-
toneal intact (A) and
exposed (B) [PM –
Psoas Muscle; LO –
Left Ovary; IPL –
In fund ibu lope lv ic
Ligament; LFA – Left
Femoral Artery

Figure 2. – The Left Femoral Nerve (FN) entering the retroperi-
toneal space on the posterolateral aspect of the Psoas Muscle
(PM). (LC – Left Colon)
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Nerves of the Obturator Space
The obturator nerve enters the obturator space at the level

of the pelvic brim and leaves the pelvis through the obtura-
tor canal. It gives sensory branches to the skin of the medial
thigh and motor branches to the hip adductors (Figure 3-A).

The lumbosacral trunk and the distal portions of the S1,
S2, S3 and S4 nerve roots merge into the obturator space
and form the sciatic and pudendal nerves (Figure 3-B).

The sciatic nerve is formed by the L4 and L5 fibers of the
lumbosacral trunk and fibers from the S1, S2 and S3 nerve
roots and leaves the pelvis through the greater sciatic notch.
It gives out sensory branches to the upper gluteal region,
postero-lateral thigh, leg, ankle and foot. It also controls the
hip extensors, abductors and rotators, knee flexors, and all
the muscles for the ankle and foot.

The pudendal nerve is formed by fibers of the 2nd, 3rd and
4th nerve roots and leaves the pelvis in the interligamentous
plane between the sacrospinous and sacrotuberous liga-
ment. It then enter the pudendal (Alcock’s) canal. It pro-
vides sensory branches to the the perineal skin. It also
sends motor branches to the perineal muscles and the ante-
rior fibers of the levator ani muscles. Finally, there are di-
rect motor and sensory branches from the S3 and S4 nerve
roots to the posterior fibers of the levator ani muscle6-8.

Nerves of the Presacral and Pararectal Spaces
The superior hypogastric plexus, which is formed by

fibers from para-aortic sympathetic trunk and gives rise to
the hypogastric nerves. The hypogastric nerves run over the
hypogastric fascia in an anterior and distal direction. After

Figure 3. – Nerves of the obturator space (right side). Picture (A)
is the final aspect of a laparoscopic approach to Alcock’s Canal
Syndrome, where the sacrospinous ligament has been transected to
expose the pudendal nerve (PN). In picture B, the sacrospinous
ligament (SSL) is intact. In both pictures, the internal and external
iliac vessels are retracted medially. (ON – Obturator Nerve; PM –
Psoas Muscle; SN – Sciativ Nerve; LST – Lumbosacral Trunk; PN
– Pudendal Nerve; IRF – Ischiorectal Fossa; IS – Ischial Spine; SB
– Sacral Bone; PFM – Piriformis Muscle)

Figure 4. – The hypogastric nerve (HN) emerges from the
Superior Hypogastric Plexus (SHP) at the level of the Sacral
Promontory (SP) and runs anteriorly and distally, juxta-laterally to
the Hypogastric Fascia (HF), to merge with the Pelvic Splanchnic
Nerves to form the Inferior Hypogastric Plexus (IHP)

Figure 5. – The Sacral Nerve Roots (S2-S4) can be found juxta-
laterally to the Hypogastric Fascia (HGF) and give origin to the
Pelvic Splanchnic Nerves (PSN), which run anteriorly and distally
to merge the Hypogastric Nerve and form the Inferior Hypogastric
Plexus (IHP).

crossing about two thirds of the distance between the
sacrum and the uterine cervix or the prostate, its fibers
spread to join the pelvic splanchnic nerves (described be-
low) to form the inferior hypogastric plexus (Figure 4). The
hypogastric nerves carry the sympathetic signals to the in-
ternal urethral and anal sphincters, rectum and bladder,
which cause detrusor relaxation and bladder contraction,
thus promoting continence. They also carry proprioceptive
and nociceptive afferent signals from the pelvic viscera9.

The lateral limit of the presacral space is the hypogastric
fascia, which is the formed by the medial most fibers of the
endopelvic fascia. The sacral nerve roots can be found jux-
ta-laterally to this fascia (Figure 5). They leave the sacral
foramina and run anteriorly and distally, lying over the pir-
iformis muscle and crossing the internal iliac vessels later-
ally to them, to merge and form the nerves of the sacral
plexus10. Before crossing the internal iliac vessels, they
give out the thin parasympathetic branches called pelvic
splanchnic nerves, which promote detrusor contraction and
provide extrinsic parasympathetic innervation to the de-
scending colon, sigmoid and rectum. They also carry noci-
ceptive afferent signals from the pelvic viscera9. The pelvic
splanchnic nerves join the hypogastric nerves to form the
inferior hypogastric plexus in the pararectal fossae10.
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INTRAPELVIC NERVE ENTRAPMENT SYNDROME
Definition and Clinical Features

Nerve entrapment syndrome, or compression neuropathy,
is a clinical condition caused by compression on a single
nerve or nerve root. The symptoms and signs include pain,
tingling, numbness, and muscle weakness on the affected
nerve’s dermatome and myotome11. Intrapelvic nerve en-
trapments are, therefore, entrapments of the intrapelvic por-
tions of the nerves described in the previous sessions and
will produce clinical features related to the affected nerves.

The above definition refers to the entrapment of somatic
nerves. Autonomic nerve entrapment will produce visceral
and vegetative symptoms, such as urinary frequency or ur-
gency, dysuria, rectal pain, suprapubic and/or abdominal
cramps and chills. However, as described, above, the sacral
nerve roots give origin to both somatic and parasympathet-
ic nerves. Therefore, entrapments of these roots will pro-
duce somatic (such as pain along the dermatome) and vis-
ceral (such as urinary and bowel dysfunction) clinical pic-
tures.

In a concise manner, the main symptoms of intrapelvic
nerve entrapments are:
– Sciatica associated with urinary symptoms (urgency, fre-

quency, dysuria) without any clear orthopedic cause
(spinal or deep gluteal nerve entrapment);

– Gluteal pain associated with perineal, vaginal or penile
pain;

– Dysuria and/or painful ejaculation;
– Refractory urinary symptoms;
– Refractory pelvic and perineal pain.

It is important to emphasize that, due to the distance be-
tween both plexuses, intrapelvic nerve entrapments will
usually cause unilateral symptoms.

Diagnostic Workup
Once the hypothesis of an intrapelvic entrapment is

raised, it is mandatory to perform the topographic diagno-
sis, which is the determination of the exact point of entrap-
ment. So far, careful neuropelveological evaluation, com-
bined with a detailed medical history and neurological ex-
amination is the most reliable method for this.

To increase objectivity and accuracy of the diagnosis, we
have been examining the use of high definition pelvic MRI
and sacral plexus tractography, which is a technique for
functional MRI of peripheral nerves12. Asymmetries and
structures that could entrap the plexus are identified at MRI
and those specific portions are investigated on tractography
for any gaps in neural activity (Figure 6).

Our results so far are very promising, but the accuracy of
this method still needs to be investigated. Therefore, for
further assurance, our next step is a diagnostic block, guid-
ed by ultrasound or fluoroscopy and performed by an inter-
vention pain specialist; the exact point where a signal gap is

identified at the tractography is infiltrated with 0.5mL to
1mL of lidocaine 0.5%. If a reduction of 50% or more in
pain (VAS) is observed, the test is considered positive
(Figure 7).

Etiology of intrapelvic entrapments

Endometriosis
The first report of intrapelvic nerve entrapment was

made by Denton and Sherill13, who described a case of
cyclic sciatica due to endometriosis in 1955. After that,
some other case reports and small series were published,
until 2011, when Possover et al2 described the largest series
so far, with 175 patients, all treated laparoscopically.

In endometriotic entrapments, the symptoms tend to be
cyclic, worsening during the premenstrual and menstrual
days and ameliorating or even disappearing during the
post-menstrual period2,14-15.

Evaluation consists of preoperative identification of the
symptoms and determination of the topographical localiza-
tion of the lesions mainly by clinical evaluation, although
radiological examination (MRI) is sometimes required.
Treatment is achieved by exploring all suspect segments of
the plexus through laparoscopic approach, with radical re-
moval of all endometriotic foci and fibrosis2,14-15 (Figure 8).

The true incidence of endometriosis involving the sacral
plexus is unknown, as this presentation of the disease is of-
ten neglected. On average, patients undergo four surgical
procedures seeking to treat the pain before receiving the
right diagnosis2. Moreover, about 40% of women with en-
dometriosis refer unilateral pain on the inferior limb16 and,

Figure 6. – A: contrasted MRI showing enlarged vessels (VA) in
direct contact with S1 nerve root. B: Tractography showing a sig-
nal gap in S1.(Courtesy of Dr. Suzan M. Goldman, MD, PhD &
Homero Faria)

Figure 7. – (A) Ultrasound image of the interligamentous plane at
the ischial spine where the pudendal artery and nerve are located
between the sacrospinous and sacrotuberous ligaments. (B) Color
Doppler of the same picture showed the pudendal artery.
Reprinted with permission from Philip Peng Educational Series

4-Lemos - Laparoscopic.qxp_treatment  05/03/18  12:11  Pagina 8



9

Laparoscopic approach to intrapelvic nerve entrapments

in 30% of patients with endometriosis, leg pain was
demonstrated to be neuropathic17, which leads to the con-
clusion that endometriotic involvement of the lumbosacral
plexus is probably underdiagnosed and much more fre-
quent than reported.

Fibrosis
This is one of the most frequent causes of intrapelvic

nerve entrapments and possibly the most well-known etiol-
ogy, since Amarenco18 described the pudendal neuralgia in
cyclists, in whom the pain is a consequence of fibrotic en-
trapment due to continued trauma.

Despite the historical aspect, however, surgical manipu-
lation seems to be the most frequent cause of fibrosis over
the sacral plexus (Figure 9). Among the surgeries with
higher risks of inducing such kinds of entrapments are the
pelvic reconstructive procedures19.

Vascular Entrapment
Pelvic congestion syndrome is a well-known cause of

cyclic pelvic pain. Patients commonly present with pelvic
pain without evidence of inflammatory disease. The pain is
worse during the premenstrual period and pregnancy, and is
exacerbated by fatigue and standing20.

However, what is much less known is the fact that dilated
or malformed branches of the internal or external iliac ves-

sels can entrap the nerves of the sacral plexus against the
pelvic sidewalls, producing symptoms such as sciatica, or
refractory urinary and anorectal dysfunction2,21 (Figure 10).

Piriformis Syndrome
Numerous malformations of the piriformis muscle have

been described in the deep gluteal space that can entrap
branches of the sciatic nerve. The laparoscopic approach
has revealed that the intrapelvic fibers of this muscle can
also entrap the sacral nerve roots22. Usually, these fibers
originate from the sacral bone, laterally to the sacral foram-
ina. However, part of the piriformis fibers may originate
medially to the sacral foramina and the corresponding
nerve roots in some individuals (Figure 11). Differentiating
intrapelvic from extrapelvic piriformis syndrome can be
very challenging. Bowel and urinary symptoms are a good
indication that the entrapment is intrapelvic, but these are
not always present.

Neoplasms
Tumors can also entrap the nerves or nerve roots. Tumors

can be primary neural tumors, such as Schwanomas, or

Figure 11. – Muscular entrapment of the right S2 and S3 nerve
roots. Observe the transected piriformis muscle bundle (PM) origi-
nating from the sacral bone medially from the sacral nerve roots
and, therefore, crushing the nerves every time the muscle contracts.

Figure 8. – A – after partial detachment of the nodule, allowing for
visualization of S2, S3 and S4 nerve roots, S3 was found to be di-
lated on its proximal part; B – opening of the S3 nerve root sheath
revealed an endometrioma inside the nerve; C – the nodule was
detached from the sacral bone (SB); D – final aspect of the right
pelvic sidewall; ON – obturator nerve; SN – sciatic nerve.

Figure 9. – Fibrotic entrapment of the left sciatic nerve

Figure 10. – Varicose tributary (VA) of the left internal iliac vein
entrapping the S2 and S3 nerve roots against the left piriformis
muscle (PM)
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metastatic tumors, such as pelvic lymph nodes, entrapping
the nerves in pelvic malignancies (Figure 12).

Primary Neuropathic Pain, Nerve Transection and
Secondary Neuropathic Pain

All the previously described causes of intrapelvic neu-
ropathies have extrinsic entrapment as the etiology of pain.
Intrapelvic radiculopathies can also result from nerve tran-
sections and or degenerations or intrinsic dysfunctions of
the nerves themselves.

Nerve transections can occur during surgery or trauma
and can induce neuroma formation, resulting in phantom
pain and anesthesia of the affected nerve dermatome. An
example of this is the phantom pain secondary to amputa-
tions, where branches of the sciatic and femoral nerves are
transected. In the same fashion, pudendal transection will
induce perineal pain and perineal anesthesia, as well as uni-
lateral atrophy of perineal muscles, frequently resulting in
urinary and fecal incontinence.

In entrapment syndromes, chronic ischemia induces cy-
toarchitectural changes to the neuron, which do not heal
properly after the detrapment, resulting in neuropathic pain.
The later the detrapment is performed, the higher the risk of
neuropathic pain23.

Neuropathic pain can also result from metabolic distur-
bances of the neuron, infectious agents, chronic exposure to
neurotoxic substances, or a myriad of other causes.

In cases where there is no suspicion of entrapment as the
primary cause of symptoms, extensive neurological investi-
gation must be performed, preferably by a neurologist
trained in assessing peripheral nerve pain. The symptoms
must be clinically treated by an interprofessional pain team
composed of a pain physician (usually an anesthesiologist
or neurologist), a physiotherapy team (pelvic and motor),
and a mental healthcare team (psychologist and psychia-
trist). The pain specialist will prescribe and adjust the phar-
macological treatment and, in cases where poor response to
medical treatment is observed, perform the appropriate in-
tervention (e.g. anesthetic blocks, pulsed radiofrequency).

Etiology of intrapelvic entrapments
As a rule, once a nerve entrapment has been diagnosed,

decompression (usually surgical) is mandatory, since
chronic ischemia can lead to endoneurial degeneration23.
Therefore, the longer the time between the beginning of
symptoms and detrapment, the lower the chance of success.

Surgical decompression will lead to complete resolution
of pain and other symptoms in about 30% of the patients;

around 50% will experience more than 50% reduction in
pain and about 20% will not improve or, in some cases, ex-
perience worsening of their pain. Approximately 25% of
patients will present with post-decompression neuropathic
pain and 17% will present neuropathic strength loss, both
of which tend to be transient; the former will last, on aver-
age, 5.5 months and the latter will last 2.5 months24.

Patients who present with transient post-decompression
pain, persistent post-neuropathic pain or worsening of
symptoms, should be treated like patients with primary
neuropathic pain, as described in the following session.

Pharmacological Treatment
There are no specific recommendations for the treatment

of neuropathic pain of intra-pelvic origin. Management of
this group of patient will follow the recommendation of
neuropathic pain in general. Antidepressants, anticonvul-
sants, local anesthetics, N-methyl-D-aspartate (NMDA) an-
tagonists, opioids, cannabinoids, botulinum toxin, cap-
saicin, and others may be used25-27. Most of these drugs
were originally developed for other indications (e.g. de-
pression and epilepsy), and their effectiveness for control-
ling neuropathic pain was later verified. The following ta-
bles outline commonly used drugs used for neuropathic
pain control:

TABLES

Anticonvulsants
Carbamazepine                    400 to 1600 mg / day
Oxcarbazepine                     600 to 1200 mg / day
Diphenylhydantoin              300 to 400 mg / day
Valproate Sodium                500 to 1500 mg / day
Lamotrigine                         50 to 400 mg / day
Topiramate                           50 to 200 mg / day
Gabapentin                          900 at 2400 mg / day
Pregabalin                            150 to 300 mg / day
Amitriptyline                       50 to 150 mg / day
Nortriptyline                        50 to 150 mg / day
Maprotiline                          50 to 150 mg / day
Duloxetine                           60 mg / day
Antidepressants Neuroleptics
Fluphenazine                       2 to 20 mg / day
Levomepromazine               25 to 500 mg / day
Chlorpromazine                   50 at 600 mg / day
Antiarrhythmics
Lidocaine                             5 mg/kg/h/6h
Mexiletine                           600 mg / day
Central Acting Muscle Relaxants
Baclofen                              10 to 30 mg / day
Opioids
Tramadol                             100 to 300 mg / day
Oxycodone                          20 to 60 mg / day
Morphine Sulfate                 20 to 90 mg / day
Methadone                           150 to 400 mg / day
Transdermal Fentanyl          Up to 75 mg / day
Local anesthetics
Capsaicin
Anti-inflammatories

Physiotherapy
In pelvic dysfunction resulting from nerve compression,

the main goals of physical therapy are to reduce pain, train
the pelvic floor muscles, and provide education about dys-
function and lifestyle interventions. This includes teaching
awareness of the pelvic muscle group, the correct way to
contract the pelvic muscles, coordination, motor control,
strength, endurance, and relaxation of the muscula-
ture28,29,30.

Figure 12. – Schwannoma in S2 (left)
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In order to reduce the patient’s pain after surgical nerve
decompression, cryotherapy has proven to be an effective
therapeutic resource when applied to the vaginal canal. It is
recommended to fill a non-sterile glove finger (or a con-
dom) with ice and insert it into the patient’s vagina for less
than 20 minutes.

Electrical stimulation is also an important resource in the
treatment of pain. It stimulates the rapidly conducting
myelinated gross nerve fibers, triggering at the central level
the descending inhibitory analgesic systems on the noci-
ceptive transmission conducted by the non-myelinated
fibers of small caliber, thus generating pain reduction31,32.

Manual therapy techniques for myofascial release should
be applied when there are signs of muscular tension of the
pelvic floor, with the presence of trigger points, due to pain
caused by nerve compression. The technique involves firm
massage on the levator anus muscle with sliding move-
ments towards the origin and insertion, punctual pressure at
the trigger points at the limit of the patient’s pain, in addi-
tion to perpendicular movements to the muscle fiber33.

The techniques described for strengthening and aware-
ness of pelvic floor musculature include biofeedback, and
electrostimulation. These represent an important form of
prevention and treatment for pelvic floor dysfunction.

Biofeedback is one of the most used resources for urogy-
necological physiotherapy, since it has no side effects. This
technique allows the objective awareness of the physiolog-
ical function that is unconscious in the individual, facilitat-
ing the correct learning of the pelvic floor muscle contrac-
tion. It can also be used for training and hypertrophy of the
muscles. In addition, biofeedback assists in patient motiva-
tion during treatment, improving adherence to the physio-
therapy program34,35.

Electrical stimulation, when applied in the vaginal canal
acts passively, and has an important effect on the proprio-
ceptive awakening along with stimulating the correct learn-
ing of the perineal contraction. In addition, it has shown ef-
fective therapeutic results in patients with pelvic floor dys-
function, contributing to training of strength and muscular
endurance, increasing the number of activated motor units
and generating hypertrophy of the fibers. These benefits
promote a strong and rapid contraction of the muscles, in-
creasing urethral pressure and preventing urine loss during
an abrupt increase in intra-abdominal pressure36.

Interventional Treatments
Interventional procedures are an important option for the

treatment of pelvic and perineal neuropathic pain. This is
true especially for patients in whom conservative treatment
did not bring the expected relief from pain, or for those
whom the adverse effects of medications are intolerable.

The percutaneous blockade of specific nerves serves both
diagnostic and therapeutic roles. In addition to the local
anesthetic, it is quite common to add depot steroid for the
anti-inflammatory and membrane-stabilizing effect.
Imaged guidance with ultrasound37,38, computed tomogra-
phy, or fluoroscopy39 enhanced the accuracy, reduce the
volume of injectate and potentially minimize the complica-
tion rates.

If the pain relief is temporary, it is possible to apply more
lasting techniques, such as radiofrequency, cryoablation, or
neurolysis by chemical agents, such as phenol.

In the case of neuralgia caused by nervous incarceration
by a muscle, there is the possibility of infiltration of this
muscle with local anesthetic at first, followed by specific
physiotherapy40,41. If this muscle contracts again, resulting
again in nervous compression, it is possible to inject bo-
tulinum toxin, for a more prolonged relaxation. These

techniques are best described in the myofascial pain chap-
ter.

Pulsed Radio Frequency (RFP) is an alternative tech-
nique to conventional radiofrequency, and its advantage
would be a longer pain relief without neural damage.
During RFP application, a high frequency, pulsed current is
generated and this allows the heat generated in the tissue to
dissipate during the latency periods, not exceeding 45°C,
which would be a neurodestructive temperature42. Thus, by
maintaining the temperature only up to 42°C, there is no
neural destruction, and, therefore, can be applied even in
mixed nerves (i.e. both sensory and motor). The mecha-
nism of action of the RFP is related to the electric field
formed, which would alter painful signaling in a neuromod-
ulatory form, but has not yet been fully elucidated42,43. The
RFP can be applied distally to the nerve responsible for the
patient’s pain, or proximal, at its exit in the intervertebral
foramen.

The Dorsal Root Ganglia (DRG) block corresponding to
the nerve responsible for the pain can be performed with lo-
cal anesthetic, guided by fluoroscopy. If the blockage alle-
viates at least 50% of the pain, it is possible to apply RFP
thereafter38.

Phenol Neurolysis has been described in several targets,
especially to treat cancer pain, but also for non-cancer pain,
and may bring prolonged pain relief. Care must be taken
not to inject near motor nerves, because of the risk of flac-
cid paralysis. Chemical neuritis is another possible compli-
cation, although uncommon44.

Cryoablation is a technique that promotes prolonged
analgesia. The application of tissue cold blocks nerve con-
duction is similar to the local anesthetic. Long-term analge-
sia is due to freezing, which damages the nerve structure
and causes Wallerian degeneration. However, since the
myelin sheath and endoneurium remain intact, the nerve
can regenerate after a period of time. One of its advantages
over other neurolysis techniques, such as phenol for exam-
ple, is the absence of post-procedure neuritis39.

The main complications described with these procedures
are similar to those experienced with any injection, includ-
ing hematoma, infection and nerve damage.

Neuromodulation
In cases where medical and intervention pain treatment

has failed or in cases where, although the topography of the
lesion is determined, its etiology cannot be identified intra-
operatively, the laparoscopic implantation of neuromodula-
tion electrodes can be used to specifically modulate the af-

Figure 13. – LION Electrode placed on right sciatic and pudendal
nerves (PM – Psoas Muscle; IS – Ischial Spine; SN – Sciatic
Nerve; SSL – Sacrospinous Ligament)
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fected nerve, producing very encouraging results when
compared to the more commonly available epidural neuro-
modulation5,45.

The laparoscopic implantation of neuroprosthesis – the
LION procedure – was first reported by Possover in 2009
as a rescue procedure in patients with local complications
of a Brindley procedure45. Due to its successful results and
decreased invasiveness, it was then used as a primary pro-
cedure in spinal cord-injured patients, aiming to improve
locomotion and bladder function46. Long term data has
shown improvement in voluntary motor function and sensi-
tivity, suggesting positive effects on neuroplasticity47

(Figure 13).

CONCLUSION
Laparoscopy provides minimally invasive access with

optimal visualization to virtually all abdominal portions of
the lumbosacral plexus, which are also subject to entrap-
ment neuropathies. Therefore. when facing sciatica, gluteal
or perineal pain without any obvious spinal or deep gluteal
causes, the examiner should always remember that the en-
trapment could be in the intrapelvic portions, especially
when urinary or anorectal symptoms are present.

The laparoscopic approach to the intrapelvic bundles of
the lumbosacral nerves opened a myriad of possibilities to
assess and treat this neglected portion of the plexus, by
means of nerve decompression or selective neuromodula-
tion.
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EPIDEMIOLOGY OF PCS
Having no definite diagnostic criteria, the incidence of PCS is dif-

ficult to determine. According to current literature, up to 10% of wo-
men have ovarian varices, and 60% of them may develop PCS3-5. PCS
is to be considered in the differential diagnosis of CPP which affects
approximately 4-16% of women, and up to 30% of them are thought
to have PCS if no other obvious pathology can be found6-9.

ETIOLOGY OF PCS
The exact etiology of PCS is unclear. Multiple investigations have

observed that insufficiency of the pelvic veins originates mainly from
the ovarian veins, but may also originate from the internal iliac veins
or other communicating branches found in the pelvis5,10,11.

The pathophysiology of congestion is believed to be multifactorial as
a result of valvular insufficiency, vein obstruction or hormonal chan-
ges12. Valvular insufficiency can be caused by congenital absence of the
ovarian veins’ valves, which is relatively common, reported in 13-15%
of patients13. Alternatively, it may be caused by valvular incompetence
seen more frequently in multiparous women as a result of the 50% in-
crease in pelvic vein capacity during pregnancy, which may in turn lead
to venous incompetence and reflux in the non-pregnant state10.

The absence of PCS in post-menopausal women suggests the role
of estrogen in premenopausal women as a venous dilator, an observa-
tion supported by the symptom relief or resolution that is observed
following the initiation of a hypo-estrogenic state in these women14,15.

Extrinsic compression of the left renal vein (“Nutcracker syndro-
me”) which receives inflow from the left ovarian vein or compression
of the left common iliac vein can also account for pelvic vein conge-
stion (May-Thurner Syndrome)16,17. Whatever may be the cause for
reflux and congestion, the clinical symptoms are probably attributed
to the abnormal dilatation of the pelvic venous system, as stretch and
stasis of the engorged ovarian and pelvic veins may activate selective
pain receptors and cause release of neurotransmitters from the walls
of the dilated vessel2,18-20.

A genetic basis has not been established but some studies suggest
certain genetic traits to be involved in venous pathology21-23.

CLINICAL PRESENTATION
PCS is characterized by symptoms of CPP, such as intermittent or

constant abdominal or pelvic pain, not limited to any period of the
menstrual cycle or intercourse and not associated with pregnancy. It
typically affects multiparous women of reproductive age. The pain is
usually described as a dull ache or fullness that persists for more than
six months, and is often exacerbated with prolonged standing, coitus,
menstruation and pregnancy. Symptoms are most severe at the end of
the day and diminish with supine positioning. The presence of vulvo-
vaginal, perineal or limb varices is suggestive24,25.

The physical examination may reveal ovarian point tenderness, cervi-
cal motion tenderness and uterine tenderness with direct palpation. One
study by Beard et al.26 reported that the combination of these symptoms
with post-coital pain are 94% sensitive and 77% specific for PCS.

After excluding other possible causes for CPP including gynecolo-
gical, urinary, gastrointestinal, musculoskeletal, neurological and
even mental health disorders, the key finding in PCS is documenta-

tion of pelvic vein dilation or incompetence on imaging studies.
Congested pelvic veins can be very painful and account for approxi-
mately one third of cases of CPP27. Even so, the hallmark feature of
enlarged pelvic veins can also be found in asymptomatic women28,29,
emphasizing the challenging diagnosis.

DIAGNOSTIC WORKUP
Although documentation of pelvic vein dilation is necessary for ac-

curate diagnosis, pelvic imaging supports the diagnosis but does not
define it, as pelvic congested veins are a common and non-specific
finding that can bae seen in many asymptomatic women as well29. In
addition, to date, there are no validated measures to determine venous
congestion or tortuosity30.
Ultrasound

Pelvic ultrasound is usually the first line of imaging study in patients
with suspected PCS. It is easy of perform, non-invasive and relatively
low cost. Sonography is also used to exclude other potential causes for
pelvic pain such as pelvic masses or uterine pathologies. With regard to
PCS, ultrasound can evaluate dilation of pelvic veins and morphology
of other pelvic structures such as the uterus or the ovaries that might
suggest the diagnosis of PCS. The transvaginal approach (TVS) with
Doppler is generally preferred due to better visualization of pelvic ve-
nous system31. Common findings in sonography of PCS are dilated left
ovarian vein or pelvic venous plexuses, stasis (slow blood flow) or re-
versed blood flow and variable duplex waveforms in the varicoceles
during the Valsalva’s maneuver (implying valve incompetence)6,7,32-34. It
is recommended to perform the transabdominal or transvaginal sono-
graphy in semi-supine or upright position since veins are flaccid when
the patient is supine, and venous changes may not be detected. Another
maneuver that can improve sensitivity is the Valsalva maneuver, but
even with these techniques employed, imaging is still operator depen-
dent and may render false results10.
Venography

Catheter-directed venography is the diagnostic gold standard test
for pelvic congestion35,36. A percutaneous jugular, brachial or femoral
catheter is used to visualize the ovarian or internal iliac veins and as-
sess for incompetence, congestion and retrograde filling37. It is more
sensitive than ultrasound scan and thus, the Society for Vascular
Surgery (SVS) and the American Venous Forum (AVF) guidelines re-
commend it as the test of choice for pelvic venous disorders38. Its
main disadvantage is being an invasive procedure that carries poten-
tial risks and complications, however, using catheter venography pro-
vides a therapeutic opportunity for intervention (embolization or scle-
rotherapy) if indicated.
CT (Computed tomography) and MR (Magnetic resonance)
Imaging

CT and MRI scans provide better imaging of pelvic congestion but
are more expensive and do not allow therapeutic intervention4,6,28,39.
Moreover, CT scan requires radiation and should be avoided when
possible, especially in premenopausal women36. Specificity is also
considered low for both modalities; however, both scans provide a
good anatomical overview of the pelvic vasculature and surrounding
tissues and can identify coexisting pathologies.
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Contrast-enhanced MRI may become a leading imaging study for
pelvic venous incompetence due to its superior imaging and, in con-
trast to CT, does not involve radiation exposure. Velocity-encoded
phase contrast imaging and time-resolved MR angiography have si-
gnificantly improved detection of venous reflux40-42.
Laparoscopy

Diagnostic laparoscopy is often preformed as part of a CPP investi-
gation43. Although it is useful for detecting conditions such as endo-
metriosis or adhesions which are otherwise undetected, its role in
PCS detection is less established. Characteristic pelvic venous chan-
ges can sometimes be visualized at laparoscopy44, but since the proce-
dure is performed with the patient in the supine position and requires
insufflation of carbon dioxide gas, the pelvic varicosities are often
drained or compressed and ultimately remain undetected27,45.

MANAGEMENT OF PCS
Several treatment modalities have been proposed and evaluated, in-

cluding medical, invasive or surgical approaches. All modalities have
shown effective relief of symptoms, but no standard approach to treat
PCS exists, and it is not clear which could be considered the best op-
tion46. Therefore, therapy is individualized based on the clinical pre-
sentation and symptoms. 

Medical therapy can be considered for first line treatment as risks
are low compared with invasive procedures. However, limited data
exists from only few small randomized trials. These trials reported
that treatment with medroxyprogesterone acetate, GnRH agonist (go-
serelin) and subcutaneous etonogestrel implant improved pain scores
and venography scores8,15,47. Presumably, the hypo-estrogenic state
causes venous constriction that alleviates congestion and offers sym-
ptomatic relief. However, this symptomatic relief typically lasts for
several weeks and benefits are rarely sustained. For example, women
treated with medroxyprogesterone acetate reported rapid return of
pain after treatment cessation15. Some systemic side-effects and need
for regular follow up also reduces compliance of the medical therapy.
Patients refractory or non-compliant to medical treatment should be
considered for invasive treatment.

Surgical treatment such as ovarian vein or pelvic vasculature liga-
tion (whether using laparoscopic or laparotomy approaches) have shown
symptomatic relief of PCS in up to 75% of symptomatic women30.
Nevertheless, this evidence is supported only by observational data and
case series, therefore the value of these treatments has not been establi-
shed in clinical practice. Hysterectomy and bilateral salpingo-oophorec-
tomy have also been performed to treat this condition, but are limited
only to women who have completed childbearing. This radical approach
does not always provide relief of symptoms and is only indicated in ca-
ses where less invasive techniques are unavailable or have failed38. The
surgical approaches are accompanied by the potential for several com-
plications such as high rates of residual or recurrent pelvic pain, esthetic
damage and longer hospitalizations48-50. A randomized controlled trial
showed that embolization was superior to hysterectomy and oophorecto-
my in providing symptomatic relief for PCS51. Finally, the most impor-
tant risk related to gonadal vein ligation and oophorectomy remains the
post-procedural loss of gonadal function and the need for hormonal re-
placement52.

Radiological treatments are now being used more often for PCS
as they provide good technical success rates and a minimally invasive
approach. Percutaneous embolization procedures can be performed
in an outpatient or day hospital setting, thus reducing patient’s di-
scomfort and costs53,54. A trans-catheter embolization of the ovarian
veins can be achieved through femoral, jugular, subclavian and bra-
chial routes, all with good technical success and low complication ra-
tes33. Regardless of the embolization agent used (coils, foams, glue or
liquid sclerosants), clinical and technical success rates remain high
for all. Complications are rare but may be variable and most com-
monly include coil migration, vessel perforation and local thrombo-
phlebitis55-57. These complications can be reduced by using a combi-
nation of embolization agents and techniques. Additional complica-
tions related to drug administration for sedation, venous puncture
such as hematoma or pneumothorax and those related to radiation ex-
posure are noteworthy35,58,59. Long term symptom relief with emboli-
zation therapy has been suggested in several studies since the
1990s48,51,55,60-62 with 60-100% of patients reporting significant relief
lasting up to 72 months55. No gynecological complications, such as

menstrual cycle changes or changes in hormonal levels, were noti-
ced60,61. 

Specific treatments for pelvic vein compression syndromes
(“Nutcracker” or “May-Thurner” syndromes) are available with the
use of percutaneous stent placement or in combination with ligation
or embolization63-65.

SUMMARY
PCS is a common condition that negatively impacts women’s daily

life, with significant physical, psychological and sexual consequen-
ces. It must be considered in the differential diagnosis of CPP and if
overlooked it may cause delay in correct diagnosis and treatment.
Although PCS is multifactorial and still poorly understood, treatment
modalities exist with encouraging success rates. The clinical practice
guidelines of the society for vascular surgery (SVS) and the American
venous forum (AVF) conclude that ovarian and pelvic vein emboliza-
tion has become the standard of treatment for this condition with a
grade 2B recommendation38. Nevertheless, to date, limited evidence
for long-term efficacy of these treatments is available and further stu-
dies are required and called for to optimize treatment for this complex
condition.
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INTRODUCTION
Interstitial cystitis/bladder pain syndrome (IC/BPS) is a

chronic bladder condition which is characterized by blad-
der pain, urinary frequency, and nocturia. IC/BPS had been
considered a progressive disease that may evolve from ear-
ly to late stages1. According to the American Urological
Association (AUA) guidelines, IC/BPS is diagnosed if
symptoms are present for a period of more than 6 weeks2.
The underlying etiology of IC/BPS is not well understood
and it is likely that a number of mechanisms are involved in
the development of the condition. The urothelium/transi-
tional epithelium is thought to play a fundamental role in
the pathogenesis of IC/BPS3. The protective layer of gly-
cosaminoglycans (GAG) on the surface of the urothelial
cells provides a barrier against solutes in the urine.
Components of this layer include hyaluronic acid, chon-
droitin sulfate, heparin sulfate, dermatan sulfate and keratin
sulfate4. GAG layer has been shown to be defective in some
patients with IC/BPS5.

Since other medical conditions may mimic IC/BPS
symptoms, careful multi-disciplinary evaluation of the
pelvic organs should be needed in order to rule out other
conditions, including urological (infections, stone disease,
malignancy), gynecological (endometriosis, painful men-
strual periods), gastrointestinal (diverticulitis, irritable
bowel syndrome, inflammatory bowel disease) and others.

Treatment of IC/BPS often depends upon clinician’s
preferences and experience rather than upon scientific stud-
ies mainly because the cause of IC/BPS is not clear. Most
patients will need several treatments to improve their
symptoms6. The need to reduce the pain may be significant
only during flares, when symptoms are bothersome or even
severe. It is not always clear why flares develop and some
triggers we suggested as promoting exacerbations: bever-
ages such as alcohol and coffee, spicy foods, certain body
positions and medical conditions including gastrointestinal
problems and infections7.

Management of IC/BPS is staged and includes several
steps8.

TREATMENT
General measures
Reassurance – Often the patients wander between differ-

ent care providers and seek help for years before diagnosis
is made. Acknowledging patients distress and the effects on
their quality of life, encourage many of them to advance to
next step of seeking relief. On-line support groups such as
the Interstitial Cystitis Network (www.ic-network.com)
give the patients a valuable information.
Changing life habits – stressful way of life may exacer-

bate the flares of IC/BPS. A relaxing activity including
Pilates or Yoga may reduce amount and severity of the
flares9. Changing body positioning from sitting to working
at standing desk may also give some relief.

Diet changes – There are reports that spicy, acidic and
caffeine enriched diet may worsen the pain among IC/BPS
patients7. There is a controversy whether to reduce aggra-
vating foods only during flares or to recommend a regular
restrictive diet.
Psychological guidance – since pain can be worsened by

anxiety and stress10, and it has been suggested that unsolved
events from the past may promote chronic pain, psychoso-
cial support can be helpful in dealing with IC/BPS11. In ad-
dition, living with pain can cause difficulties in day to day
life such as at work and personal relationships, which could
be ameliorated by psychological guidance. Psychotherapy
may include participation in support groups for sharing dif-
ficulties or private meetings with a social worker, a psy-
chologist or a psychiatrist12.
Physiotherapy – IC/BPS patients suffer from groin and

perineal muscle spasms. Pelvic floor physiotherapies in-
clude training the muscles to relax and decrease the tone,
pressing on trigger points, and controlling movements of
the connective tissues and related muscles13,14.
Bladder hydrodistention – hydrodistending the bladder

through a cystoscope under epidural or general anesthesia
to the maximal bladder capacity, is a combination of diag-
nostic and treatment procedure15. Diffused glomerulations
over the bladder endothelium that may be seen, would be
strengthening the diagnosis of IC/PBS. Some patients re-
port pain relief after the procedure16,17 including a prolong
relief up to 12 months18.

Oral medications 
Pentosan polysulfate sodium (Elmiron) is the only oral

medication that has been approved by the US Food and
Drug Administration (FDA) to treat interstitial
cystitis/bladder pain syndrome (IC/BPS). It affects by re-
pairing the lining of the bladder19. It reduces symptoms in
some patients with IC/BPS, although mostly the symptoms
do not totally disappear. Studies reported promising results
as a single therapy or combined with other oral medica-
tions20,21,22. The side effects include abnormality of liver
function tests, gastrointestinal symptoms, and hair loss that
reduce the compliance among patients.

Cimetidine (Tagamet) have been used to treat IC/BPS,
with variable results23,24. This medication can cause diar-
rhea, fatigue and muscle pain that reduce the compliance
among patients.

Amitriptyline (Elavil) is an antidepressant that is used to
treat chronic pain as well as mood disorders. The drug re-
duces pain perception when used in low doses, but the ex-
act mechanism of its benefit is unknown. The results re-
ported are quite conflicting25. Side effects include decrease
in blood pressure, fatigue, dry mouth or weight gain that re-
duce the compliance among patients. 

Other medications – include narcotics and NSAIDS
medications as part of the pain management. Different
anecdotal drugs were used including Sildenafil26,
Cyclosporine A27 and others without any promising results.
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Bladder Instillations 
Dimethylsulfoxide (DMSO) – is the only bladder liquid

instillation that has been approved by the US FDA to treat
IC/BPS. It probably acts by promoting repair of the lining
of the bladder28. The induction is for 6-8 weeks on a weekly
basis and if it proves to be beneficial, it may be followed by
a monthly instillation. The liquid is held in place for ap-
proximately 20-60 minutes. Studies show that DMSO can
temporarily improve bladder pain29,30. Side effect is a gar-
lic-like odor of the compound that reduces the compliance
among patients.

Other bladder instillations – Several “cocktail” combi-
nation instillations were suggested to improve the effect on
IC/BPS. These include among others: DMSO, lidocaine,
heparin, sodium bicarbonate and antibiotics (mostly
Garamycin)31. The aim of the combined instillations is to
decrease nerve sensitivity in the bladder with improving the
bladder lining. The treatment is offered either as a series
twice to three times a week or a single treatment to reduce
a severe flare32. The patient is instructed to hold as much as
possible, up to two hours before urinating. The duration of
pain reduction is very heterogenic and lasts up to several
weeks.

In one small study, approximately 80 percent of patients
had decreased pain for at least four hours after one treat-
ment with heparin, sodium bicarbonate, and lidocaine. In
other series patients experienced reduced pain for days or
weeks after bladder installations31.

Intravesical botulinum toxin type A (Botox) injections
– Injecting botulinum toxin type A to the detrusor muscle is
well-established routine in the overactive bladder manage-
ment guidelines. A cystoscope with a special needle is used
intravesically to inject in 10-20 spots along the detrusor us-
ing 100-200 units of Botox. Studies using the same tech-
nique for IC/BPS patients showed promising results after
single treatment33,34,35,36 as well as after repeated applica-
tions of injections37,38.

Electrical Stimulation
Electrical Stimulation offers an alternative option of

treatment for IC/BPS. The less invasive mode is by evoking
the tibial nerve passing next to the lateral calcaneus
transcoutaneously either with delicate needle or plug con-
nected to a battery and sending electrical signals39. This
wire sends a mild electrical pulse which ascends up to the
sacral nerve. This pulse is thought to interrupt signals from
the brain that trigger pain, urgency, and frequency in people
with IC/BPS. 

A different approach is a direct stimulation of the sacral
nerve by placing a small wire under the skin just above the
tailbone. It is first attached externally by a wire that is
placed next to the nerve in the low back, then tunneled out
of the skin and connected to a small battery (about the size
of a pager) that is worn on the waist. The wires are taped
securely to the skin. If it shows benefit in reducing pain, a
permanent battery is attached to the wire, and the battery
and wire are then surgically implanted under the skin of the
upper buttock. This trademark instrument, called Interstim,
is FDA approved for overactive bladder, but can be used in
the arsenal treatments for IC/BPS patients as well40,41. The
side effects reported included local dermal symptoms,
bleeding, pain as well as battery exhausting needed addi-
tional surgery to replace it. There are numerous trials show-
ing improvement of symptoms among IC/BPS patients. 

Surgery
Most patients with IC/BPS are not good candidates for

major surgery. Surgical options of cystectomy with ileal

conduit or neobladder for a non-respondant patients are
quite unusual since it is not guaranteed the pelvic pain
may be relieved and the morbidity of the procedure is
high42. 

CONCLUSION
In summary, IC/BPS is a pain disorder that affects the

quality of life of the patients and since no treatment proved
a dominant effect, a combined behavioral, psychological
and pharmacological treatment is needed to reduce the
flares exacerbations.
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INTRODUCTION
Chronic urogenital pain (CUP) is associated with a num-

ber of comorbidities, including irritable bowel syndrome
(IBS), pelvic floor dysfunction (PFD), headaches, fi-
bromyalgia, allergies and musculoskeletal changes all of
which have been well documented in literature1-3. Reports
indicate that prevalence of CUP is comparable to lower
back pain, asthma and migraines4.

The two most common CUP conditions in women are
vulvodynia and bladder pain syndrome (BPS). According
to current estimates, vulvodynia affects up to 8.3% of
women5 and BPS up to 6.5% of women6, though lifetime
prevalence of these conditions may be much higher7. It is
estimated that 10%-28% of women report experiencing
chronic vulvar pain symptoms consistent with the diagnos-
tic criteria for vulvodynia8-11 and a similar pattern appears
to exist in BPS12-15. CUP conditions expose the sufferers
and health care systems to significant costs of manage-
ment16. In the United States it is estimated that the econom-
ic impact of vulvodynia alone may be in the range of $31-
72 billion dollars in direct and indirect costs17. The actual
cost to the health care system would be even greater if all
women were to disclose their symptoms, however most
suffer in silence18.

Reliable profile data on women with CUP is essential
for improved understanding of CUP disorders and for the
development of management guidelines. To date, there
have been no studies specifically comparing age related
profiles of women with CUP. This study, based on a large
sample of women, examines the differences between
women of reproductive age (RA) and those of post repro-
ductive age (PRA). Women with CUP who are of PRA are
understudied, and only recently are researchers paying
more attention to the relationship between CUP and
menopause19.

Ageing in women is linked with anatomic and physiologi-
cal changes that affect the urogenital, digestive, and muscu-
loskeletal systems20. This is exemplified by reduction in
muscle strength and fascial support21, accelerated bone
turnover, decreased gastric function, diminished colonic
motility22, reduced vaginal secretions and urethral closing
pressure20. Postural changes such as kyphosis place a greater
load on the pelvic structures that may predispose menopausal
women to dyspareunia21. Vulvovaginal atrophy and geni-
tourinary syndrome of menopause, IBS symptoms, back
pain, urinary incontinence and a host of other neuromuscular
changes create challenges for the management of CUP in
PRA women23,24.

MATERIALS AND METHODS
This is a retrospective study based on data derived from

questionnaires completed by women diagnosed with vulvo-
dynia and BPS. The questionnaires were completed post di-
agnosis and prior to the commencement of therapy. The
sample originated from an existing database consisting of
1143 de-identified questionnaire responses by women at-
tending a network of private CUP clinics in Australia be-
tween the years of 2006-2016. The questionnaire contained
83 questions focusing on demographic information,
birthing and health history, pain symptoms and sexual func-
tion. The response rate to specific questions varied between
subjects depending on their personal relevance. All women
over the age of 18 who suffered from CUP and provided
written assent for their data to be used were entered into the
database. The database was used in its entirety with no ex-
clusions, thereby minimizing potential bias.

The clinics guidelines required all women to undergo
screening by the referring doctor prior to the commencement
of physical therapy. The specialists consisted of gynecolo-
gists, urologists, dermatologists, sexual health physicians
and GP’s who had a special interest in the management of
CUP and women’s health issues. All of the women attended
the clinics for the purpose of conservative therapy that con-
sisted of education, counseling, biofeedback and myofascial
therapy. Subjects were divided into two groups for statistical
analysis; those of RA and PRA. In Australia, women’s repro-
ductive years are considered to begin at age 15 and end at
age 5025 and this formed the basis for defining the RA group
as age 18-49 and PRA group as 50 and above24.

This subgrouping of women forms the basis of subsequent
statistical comparison. A range of statistical analyses were
used, including Pearson correlation coefficient, analysis of
variance, t-test for comparison of two means, chi-square test
for independence between categorical variables. Institutional
review board approval was obtained from the University of
South Australia’s Human Research Ethics Committee.

RESULTS
Age

The age of all subjects in the study ranged from 18-70, with
a mean age of 30.6 years (±10.3). The 1143 subjects were sub-
divided into two groups consisting of 1048 (92%) subjects in
the RA group and 95 (8%) subjects in the PRA group.

Due to the policy of the private clinics from which the
database was obtained, the analysis focused only on wom-

Original article

Age related comorbidities in chronic urogenital pain
SHERIE JOHNS1, MAREK JANTOS2, EWA BASZAK-RADOMAŃSKA3, SONYA GALENSON4

1 School of Nursing and Midwifery, University of South Australia
2 Behavioural Medicine Institute of Australia, South Australia & Department of Human Anatomy, Medical University of Lublin, Poland
3 Terpa Clinic, Lublin Poland
4 School of Health and Biomedical Sciences, RMIT, Australia

Abstract: Chronic urogenital pain affects women of all ages. Its prevalence peaks at age 25, however the incidence of comorbidities varies
significantly between women of reproductive age and post-reproductive age. Gynecological, urological, gastroenterological and neuromuscu-
lar comorbidities increase significantly in the post-reproductive age group. Understanding the increased prevalence of comorbidities with in-
creased age will enhance the management of CUP in post-reproductive age women.

Keywords: Chronic urogenital pain (CUP); Vulvodynia, Bladder Pain Syndrome (BPS); Comorbidities; Post-reproductive age (PRA).

7-Johns - Age related.qxp_treatment  05/02/18  14:36  Pagina 20



21

Age related comorbidities in chronic urogenital pain

en over the age of 18, thus the age range of this study was
18-70 years. An analysis of the age distribution of the
sample showed that prevalence of CUP peaks at age 25,
with women in the 21-30 age bracket constituting over
half of the sample (56.8%). Three-quarters of the group
(76.6%) were under the age of 35 years. By age 36, preva-
lence decreased noticeably and plateaued from age 37 on-
wards, dropping to less than 1% per each age group from
60 years onwards.
Associated factors & comorbidities

Candidiasis in CUP women was reported by 76.6%
(n=914) and 90.3% in RA and PRA women respectively. A
total of 68.1% of these women’s symptoms were confirmed
via swab test.

Figure 1. – Frequency of candidiasis reported by RA and PRA
women

Thrush diagnoses showed a statistically significant in-
crease with age (p=0.006), however there was no statisti-
cally significant difference between the RA and PRA
groups in relation to frequency or treatment methods (p =
0.656).

Figure 2. – Frequency of candidiasis treatments reported by total
sample of women (RA + PRA)

Prevalence of the PRA group’s gynecological symptoms
was double that of the RA group. Ovarian cysts and adhe-
sions were reported by 26.2% and 57.5% of RA (n=915)
and PRA (n=73) subjects respectively. The frequency with
which subjects reported such diagnoses is summarized in
Figure 3. Cysts were present in 17.7% of RA women, in-
creasing to 48% in PRA women (p<0.001). Adhesions in-
creased from 3.7% in RA women to 21.9% of PRA women
(p<0.001). Significant differences between RA and PRA
groups were established using the chai-squared test.

Figure 3.- Frequency of gynecological symptoms reported by RA
and PRA women

Urological history
Women answered questions regarding urological diag-

noses and symptoms of dysuria, urge, frequency, inconti-
nence and BPS. In the RA group 33.8% reported at least one
of these symptoms compared with 69.3% in the PRA wom-
en. The results are statistically significant for all variables as
the frequency with which the PRA group reported symptoms
was more than double that of the RA women. Incontinence
was an exception as it was five times higher in the PRA than
RA women. The results are summarized in Figure 4.

Figure 4.- Frequency of urological symptoms reported by RA and
PRA women

Gastroenterological history
A total of 31.3% of RA (n=281) women reported at least

one GI symptom, with incidence rising to 52.8% in PRA
women (n=38) (p<0.001). Results were statistically signifi-
cant for differences in the frequency of reported abdominal
pain, distension and bloating between RA and PRA groups.
There was no statistically significant difference between
the groups in relation to constipation and diarrhea.
Prevalence of specific GI symptoms in RA and PRA groups
is summarized in Figure 5.

Figure 5.- Frequency of gastroenterological symptoms reported by
RA and PRA women

A summary of the frequency of gynecological, urologi-
cal, and gastroenterological symptoms is provided in table
6. Prevalence for most of the conditions listed doubled for
the PRA group.

Figure 6.- Frequency of all symptoms reported by RA and PRA
women

Neuromuscular changes
Muscle, joint and bone conditions are three times more

prevalent in the PRA group (59%, n=70) when compared
with the RA group (17%, n=865). There was no significant
difference between the RA and PRA groups in prevalence
of headaches (35%, n=329), anxiety (32.4%, n=305) and
depression (26.5%, n=250).

Sexual activity and pain
Due to a lack of statistically significant differences be-

tween the two groups, the combined sexual difficulties re-
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ported included pain (87.1%), muscle spasm/tension
(56.9%) and lack of lubrication (39.6%). A higher percent-
age of RA women responded affirmatively to the question,
“Is sex still enjoyable?’ than PRA women (p= 0.008) as
summarized in Figure 7.

Figure 7. – Enjoyment of sexual activity reported by women of
RA and PRA

DISCUSSION
Chronic urogenital pain disorders such as vulvodynia and

BPS are common among women. Recent publications have
focused on the prevalence of these disorders and the poten-
tial influence of genetics, physiological and sensory charac-
teristics as well as immunological factors26-28. Nonetheless,
there has been a lack of studies examining the role of aging
in relation to symptoms and comorbidities in CUP. This
study contributes unique insights into age related changes
in a population of women diagnosed with CUP. The out-
comes of this study may assist with the development of age
appropriate management strategies.

This study is based on a retrospective review of data de-
rived from a questionnaire specifically designed for pre-
therapy screening of women who had been diagnosed with
vulvodynia and/or BPS. Given that a complete database of
1143 was used without exclusions, risk of bias was reduced
however the results should not be generalized to other pain
population groups. Numbers varied significantly between
the two groups with 92% of the women forming the RA
group and only 8% in the PRA group. However, the num-
bers of participants were sufficient to complete several sta-
tistically significant comparisons.

From the analysis of age distribution it is evident that
women of all ages are affected by CUP. As has been high-
lighted in previous studies, the prevalence peaks among
younger women of RA as reflected in the mean age of 30.6
years. This differs from earlier reports that suggested that
prevalence of CUP increased with age29-31.

The role of comorbidities in CUP is acknowledged in
some classification systems and guidelines3. Conditions such
asfibromyalgia, chronic fatigue syndrome, temporomandibu-
lar joint pain, headaches, anxiety, depression and IBS are fre-
quently mentioned3,32,33. Some have suggested that these co-
morbidities are manifestations of different levels of centrally
mediated sensitization1,8,5. However, it has been argued that
most of the changes are mediated by peripheral mechanisms
that in time give rise to centrally mediated sensitization34.

This study, using a large sample of women, shows a sig-
nificant connection between gynecological, urological and
gastrointestinal symptoms in CUP patients. In the case of
vulvodynia, the most common comorbidity was BPS and
IBS. In the case of BPS the most common comorbidity was
vulvodynia and IBS. The prevalence with which BPS and
vulvodynia coexist may have significant implication for
understanding the underlying mechanisms of these two
CUP disorders35. The coexistence of these disorders may be
linked on account of common embryological origins of the
bladder and vulva, but in the case of the IBS, it may be due
to the close proximity of the gastrointestinal tract to the re-
productive and urinary systems and neural cross-talk36.

Gastroenterological symptoms are also prevalent in
women with CUP, with a third of women reporting IBS
symptoms, including increased abdominal distension and

bloating. The presence of gastroenterological symptoms
more than doubled in the PRA group, a trend consistent
with other research37. Urological indicators like dysuria,
urge, frequency and BPS are common but show a signifi-
cant rise in the PRA group and positively correlate with in-
creased age. Functional changes are more prevalent in the
PRA group, this may be due to morphological changes and
to weakening structural supports for pelvic viscera, well il-
lustrated by increased prevalence of stress incontinence.

Candidiasis is commonly reported as a chronic and recur-
rent problem for a large percentage of women35,38.The inci-
dence of candidiasis was significantly higher among wom-
en in the PRA group. However, the high number of associ-
ated gynecological variables reported raised some uncer-
tainty as to whether they were confirmed by pathology tests
or considered potential alternative causes of CUP. One of
the shortcomings of this study was that there was no way of
identifying whether the increase in reported candidiasis in
the PRA group reflected a lifetime or point prevalence.
Caution needs to be exercised in interpreting these findings.

CUP is also associated with a number of musculoskeletal
comorbidities such as back pain and temporomandibular
joint pain. PRA women report more than three times as
many muscle, joint and bone conditions. The presence of
headaches, anxiety and depression is common in the PRA
group but not significantly different to the RA group. It is
uncertain if neuromuscular disorders have a causal relation-
ship or are secondary to CUP39-42. This study did not find
the incidence of comorbid fibromyalgia and chronic fatigue
to be as common as reported elsewhere32,35,43.

Given the increased incidence of comorbidities in the
PRA group, it is not surprising that older women reported
sexual activity to be less enjoyable. 

CONCLUSION
This study provides insight into two age differentiated

profiles of women with CUP. The variables identified be-
tween groups may assist health care providers to develop
better management strategies for women with CUP with
their age and common comorbidities in mind40,44,45. An indi-
vidualised approach involving gerontologists and urogyne-
cologists with a special interest in age related changes and
chronic pain special is recommended for women of PRA.
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INTRODUCTION
The 2005 Cochrane Review summarizes Chronic Pelvic

Pain as follows “Chronic pelvic pain (CPP) is common in
women in the reproductive and older age groups and caus-
es disability and distress. Often investigation by la-
paroscopy reveals no obvious cause for the pain. As the
pathophysiology of chronic pelvic pain is not well under-
stood its treatment is often unsatisfactory and limited to
symptom relief. Currently the main approaches to treat-
ment include counselling or psychotherapy, attempts to
provide reassurance by using laparoscopy to exclude seri-
ous pathology, progestogen therapy such as medroxypro-
gesterone acetate, and surgery to interrupt nerve path-
ways”1.

The association between pain, depression and psycholog-
ical disturbance is well described2,3.

Traditionally hysterectomy has been recommended as a
cure for chronic pelvic pain by a significant body of spe-
cialist opinion4. The present trend to psychiatric evaluation
and treatment appears to have arisen as a consequence of
previous studies which showed a high correlation between
CPP and psychiatric disturbances5,6.

No mention is made by Cochrane1 of Integral Theory re-
lated concepts for pain7, that CPP frequently co-occurs with
urgency, nocturia, abnormal emptying and anorectal dys-
functions as part of the ‘Posterior Fornix Syndrome”. This
was first reported in 19937. Nor is there any mention of the
substantial cure rates achieved with posterior sling surgery
for pain, bladder and bowel dysfunctions8-15.

This often accepted view that CPP is psychological and
not curable, is the background to the patient histories which
follow. These are taken from a book for patients
“Unlocking the Female Pelvic Floor” by Peter Petros, Joan
McCredie and Patricia Skilling. As such, the descriptions
are simplified, but clear. The theme of the book is “A con-
spiracy of Silence”16.
Excerpts from the patient book “Unlocking the Female
Pelvic Floor” by Peter Petros, Joan McCredie and
Patricia Skilling.

The Back Ligaments (uterosacral).
The back ligaments when damaged can cause prolapse of

the uterus, which descends down the vagina as a firm
“lump”. If the tissue damage is in the middle or lower part
of the vagina, the patient may complain of a soft “lump”
called a rectocoele. However, not all prolapses have symp-
toms. The main symptoms of back ligament looseness are

urgency, getting up at night to pass urine more than twice
‘nocturia’, low dragging pain in the lower abdomen, pain
on deep penetration with intercourse, “vulvodynia, (hyper-
sensitivity or “burning” at the entrance of vagina), inability
to empty the bladder properly, constipation and sometimes
faecal incontinence. However, quite major symptoms can
occur with only minimal prolapse of the uterus.
Characteristics of pelvic pain caused by back ligament
(uterosacral) looseness
• Almost invariably occurs with other symptoms, specifi-

cally urgency, nocturia, abnormal emptying.
• Low abdominal ‘dragging’ pain, usually one side, often

right-sided.
• Low sacral pain (pain near the tailbone)- present in 50%

of cases. 
• Pain on deep penetration with intercourse. 
• Low abdominal ache the next day after intercourse.  
• Pain worsens during the day and is relieved by lying

down.
• Pain is reproduced on pressing the cervix or the back wall

of the vagina if a patient has had a hysterectomy. 
• Tiredness- worsening during the day.
• Irritability- worsening during the day

CASE REPORTS 

Nocturia, urgency, abnormal emptying and pelvic pain
caused by looseness in the back ligaments 

Mrs LM was 53 years old. She stated, “get up 4-5 times
a night. I find this very tiring as I have to work next day. I
have a dragging pain on the right side which can be quite
distracting by the end of the day. I am always going to the
toilet at work. My urine dribbles away after I stand up and
I often wet the toilet seat. I have problems with bladder in-
fections. My first GP did a whole lot of xrays, a CT scan,
blood tests for the pain. I went to a gynaecologist who put
a tube into my tummy and found nothing. She said that she
couldn’t find anything wrong and she sent me to a psychia-
trist, because she thought the pain was in my head. She
said there was nothing wrong psychologically. I saw many
GPs and several specialists about the bladder. They gave
me tablets to stop the bladder from working so frequently
but these made my emptying worse and they gave me a dry
mouth as well, so I had to stop taking them. They said they
couldn’t do anything else for me. One even said it might all
be in my head. Mostly they said I had to learn to put up

Opinion

Are ‘psychiatric’ findings in patients with Chronic Pelvic Pain
primary or secondary?
JOAN P. McCREDIE, PATRICIA M. SKILLING
Formerly Kvinno Centre, Perth, Western Australia

Abstract: The often accepted view that CPP is not curable, may be psychological, is the background to the patient histories which form the
main body of this paper. These are taken from a book for patients “Unlocking the Female Pelvic Floor” by Peter Petros, Joan McCredie and
Patricia Skilling. As such, the descriptions are simplified, but clear. The theme of the book is “A conspiracy of Silence”
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with these symptoms, because they were incurable. I came
here because I felt a lump coming out.” Mrs LM had symp-
toms typical of looseness in the back ligaments. When we
examined her, we noted that her uterus was protruding out-
side the vagina. We inserted a TFS “minisling” (Tissue
Fixation System, Adelaide, South Australia) to repair her
back ligaments (cardinal/uterosacral). This repaired the
prolapse and tightened the vaginal membrane. It was mini-
mal surgery performed entirely from the vagina. Mrs LM
required only an overnight stay in hospital and she returned
to work in 7 days. When reviewed at 9 months, she was
getting up only once per night to empty her bladder. She
said that her low abdominal pain was still present but was
90% better and it rarely bothered her now. Her bladder
emptying also was not entirely cured but had improved sig-
nificantly and she had not had any bladder infections since
the operation. 

Pain during intercourse and bowel problems caused by
back ligament looseness

Mrs RM was a hard-working 47 year old mother of 2
who worked in a Nursing Home. She stated: 
“I always have urgency to empty my bowel but I am also

frequently constipated. I get up 3-4 times a night to pass
urine. I have problems emptying my bladder. My worst
problem is that I can’t have sex any more. Almost every
time I have intercourse, my bowels open. It is so horrible.
My husband is very understanding but I am sure he is as
distressed as I am. I always have pain on deep penetration.
Often I have a dragging pain low down on my right side
which seems to get worse by the end of the day”.

She had 2 teenage sons and helped her husband in his
business in her spare time. At one stage she had sought
medical advice, was told she could not be helped and that
maybe a psychiatrist could help her learn how to deal with
the pain. After confiding her problem to a close a friend
who had been to the clinic, she was persuaded to make an
appointment. Many patients came to the clinic in this way.

Her symptoms of nocturia and abnormal emptying indi-
cated damage in the back ligaments. When we examined
her, there was very minimal prolapse. As Mrs RM’s prob-
lems were complex, we recommended that we repair only
the back ligaments and then we would re-assess her. We ad-
vised her that she could expect a cure rate of 80% for some
of her symptoms. As for the urge to empty her bowel and
constipation, these could be due to many other causes, so
we were reluctant to predict a cure for these symptoms.

We inserted a TFS “minisling” to repair the back liga-
ments. Mrs RM was discharged the next day with very little
pain and she went back to work the following week. She at-
tended with her husband for the post-operative visit. She was
smiling and confident. She could not contain her excitement
and said to the secretary, “I’m cured. It’s all gone”. In the
privacy of the consulting room, she reported cure of all her
bowel symptoms and a major improvement in her other
symptoms. Her husband said, “ you don’t know what a bur-
den has been lifted from our lives”. Mrs RM remained cured
at last review 4 years later. Mrs RM is a good example of the
passive “Conspiracy of Silence”, a reticence to discuss this
condition, even between man and wife. Without input from
her friend, Mrs RM is unlikely to have sought assistance.
Even with patients who do come to see us, faecal soiling is
rarely volunteered in a face to face situation, another
“Conspiracy of Silence”, this time, even with her doctor.
This is why it is important for patients to take the question-
naire (a series of printed questions) home and to answer the
questions in their own time. It is so much easier to write it
down, than to say it as it becomes almost anonymous.

Severe Pelvic Pain Caused by Back ligament looseness

Mrs D was a 34 year old science teacher from London,
UK. She attended with severe pain in the right side of her
abdomen. Some years previously, she had attended a
London hospital where the Professor had created an inter-
national reputation using psychological tests to prove that
such pain was psychological in origin. Mrs D had read
widely on the subject of pain. Her facial expression indicat-
ed a person who was guarded. Her face lit up after she an-
swered positively to the following questions because she
suddenly became aware that we knew what her problem
was. 
• Do you have pain on deep penetration with intercourse? 
• Do you get up more than twice per night to pass urine? 
• Do you have problems emptying your bladder?
• Do you have urgency?” 

Positive answers to at least some symptoms other than
pain are required before we can predict that the pain is
caused by damage to the back ligaments. There are, after
all, many other causes of chronic pelvic pain in the 30 plus
age group, for example, endometriosis, infection in the
Fallopian tubes, problems with large intestine, to name just
a few. This is what she said one week after her pain was
cured by a small operation which tightened her back liga-
ments. “I was almost suicidal after interminable attacks of
pain on my right side. It has now been a week since the op-
eration and I feel like a rabbit that has been released from
a trap. My mind keeps scanning up and down my body
searching for the pain which for so long has been my cen-
tre and my focus.”  

Postscript. Mrs D. wrote to the Professor in England and
told him her story. She sent him some published scientific
articles which described cure of urgency, frequency, noc-
turia, and pelvic pain.

He could not understand the relationship between all
these symptoms, or that her pelvic pain could be cured in
such a simple way. He wrote back and said “but these arti-
cles are about bladder problems”.

He just did not understand the ramifications of the “Integral
System” which our clinic was applying. It is difficult even for
the most learned person to associate lower abdominal pain
with apparently unrelated symptoms such as urge and fre-
quency which are thought to arise from the bladder.

Vulvodynia – Pain and Burning at the Entrance to the
Vagina (“Vulvodynia”) Caused by Back Ligament
Looseness 
• There are many causes of “vulvodynia”, including skin

conditions. The type we are describing is associated with
low abdominal pain, urgency, nocturia and abnormal
bladder emptying.  

Mrs P was 49 years old. She had chronic pelvic pain and
she requested referral to the clinic because she had heard that
we were achieving good results in patients with pelvic pain.
Her General Practitioner, an empathetic and caring man,
rang the doctor before she arrived and asked that we “handle
her very carefully” as she was severely disturbed psycholog-
ically, that this was the reason for her pain and there was
nothing anyone could do for her. The first impression we had
of this lady did indeed fit the description of her GP. Her face
was contorted, she spoke rapidly and with obvious anxiety.
She had visited many specialists over the years for her pain.
She had undergone several diagnostic laparoscopies (a type
of telescope inserted into the abdomen to view the uterus and
ovaries), even a hysterectomy and had attended a pain clinic.
None of these treatments had helped her pain. The consensus
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from other specialists as reported to the GP was that her
problem was psychological. Her replies to the questionnaire
gave the first hint that this woman may have a physical cause
for her problem, damage to her back ligaments. She woke 6
times per night to empty her bladder (nocturia), wore pads
continually as she wet 6 times per day (urge incontinence)
and had difficulties emptying her bladder. She also had fae-
cal incontinence. We asked her if she had told her GP about
her bladder and bowel problems. She said she had only con-
sulted him about the burning pain around her vagina and
anus. She said that her vagina was so tender that she couldn’t
have sexual intercourse and sometimes had problems sitting.
Examination revealed a moderate prolapse of the back part
of her vagina (apex). The entrance to the vagina was hyper-
sensitive- she recoiled when gently tested with a cotton bud,
the classical test for “vulvodynia” (pain at the entrance of the
vagina). We did not claim that we could cure this lady’s pain,
as there are many other causes for pelvic pain. Nevertheless,
it was explained that her vaginal prolapse needed to be fixed
and that there was a strong possibility that some of her symp-
toms would also improve with a sling inserted into the back
part of her vagina, a fairly minor day-care procedure. The
first thing we noticed at the 6 week post-operative visit was
the absence of tension in her face. She was smiling and calm.
Her pain was gone, as was her urgency and faecal inconti-
nence. Her nocturia had reduced to 2 per night and her blad-
der emptying was “60% improved”.

Pelvic Pain Commencing Soon After the First Period
Caused by Back Ligament Looseness. 

Miss PN was 23 years old. She complained of severe
pelvic pain which began some months after her first period
at the age of 15. The pain was worse at period time. She
had already undergone two laparoscopies where nothing
was found. The doctor thought her problem was psycholog-
ical and she had been referred to a psychiatrist. She came to
the clinic with her mother, who was certain that her daugh-
ter was not only psychologically normal but there was
some physical reason for the pain. On assessment, it was
clear to us that Miss PN had looseness in her back liga-
ments dating from birth, a looseness exacerbated by hor-
mones from her periods. The ligaments were just not strong
enough. She had symptoms of urge and nocturia. These
symptoms were all worse at period time. We explained that
at period time, the brain secretes a hormone which relaxes
the collagen fibres in the cervix sufficiently for the men-
strual blood to exit the uterus. This relaxation also loosens
the ligaments which are attached to the uterus, causing her
symptoms of pain and urge to worsen. Miss PN did not re-
spond to the pelvic floor exercises which were prescribed
prior to surgery but had a very good result when the back
ligaments were surgically tightened with a minor day-care
operation. No tapes were used and this did not affect her
ability to have children in any way.

Hysterectomy for Lower Backache and Pelvic Pain
Caused by Back Ligament Looseness

Mrs JMK developed chronic lower back pain and pain
with intercourse after a difficult forceps delivery of her sec-
ond child 50 years ago when she was 27 years old. The pain
as described earlier was constant and debilitating. At age 35,
a specialist gynaecologist advised hysterectomy. This caused
a major emotional shock, as she wished to have more chil-
dren. She was persuaded to proceed with the operation. The
operation did not go so well initially. She needed a blood
transfusion during the surgery. Because of continuing

anaemia, she remained weak for another 6 months. Although
the physical pain had improved, Mrs JMK was mentally
traumatized by the hysterectomy for some time afterwards.
By the time she was 65 years old, the chronic pelvic pain and
lower backache had returned, along with urgency, nocturia
and prolapse of the vagina and bladder. We attributed all this
to age-related loss of collagen and weakening of the back lig-
aments, a long-term problem in many patients who have had
hysterectomy. Ligament reconstruction cured the prolapse
and greatly improved the symptoms. 

DISCUSSION
In the patient book, we discussed the issues raised by

these cases as ‘comments”.

Comment on hysterectomy. Removal of the uterus is a
major operation. It is not always complication-free and may
have long-term physical and psychological consequences
for some women. Fortunately, minor treatments for uterine
haemorrhage, for example, intrauterine devices which
slowly leach progesterone-type hormones, are now avail-
able.
Comment on pain with intercourse. The back ligaments

form an important support for the pain nerves contained in-
side them. Earlier we discussed how a loose ligament will
not support nerve fibres. As the penis thrusts into the back
part of the vagina, it will cause pain if it stretches the un-
supported nerve fibres.
Comment on psychiatric treatment of pain. Like the case

of Mrs D, this lady’s problem raises many issues about the
attitudes of doctors, patients, even modern medicine itself.
Many doctors, including this lady’s General Practitioner,
were not aware that this type of pelvic pain is associated
with loose ligaments. Because of the scientific nature of
medicine, if an obvious cause cannot be found, the doctor
seeks another cause, usually “psychological”.

The concept of psychological disturbance as the root
cause of a medical condition can be traced back to Sigmund
Freud himself. However, any type of chronic pain is suffi-
cient to unsettle even the most rational person and such pa-
tients do become psychologically disturbed, often severely,
as we saw in several of the histories. According to our ex-
perience, it is the pain which causes the psychological dis-
turbance, not the other way round. Whether it be Freud’s
influence, or exhaustion of all known physical causes, at-
tributing these difficult problems to a psychological cause
is an important contributor to the “Conspiracy of Silence”.
No woman wishes to be labelled a “nut case”. As soon as a
psychological causation has been hinted at, she becomes
silent. She remains so for all subsequent medical consulta-
tions, another contributor to the “Conspiracy of Silence”.
Our experience is that modern women are far too busy to
complain about symptoms they do not have.
Comment on whether it be Freud’s influence, or exhaus-

tion of all known physical causes... There is another possi-
bility, a new discovery which can address these so-called
“incurable” problems of incontinence and pelvic pain. That
is why we wrote this book, to inform women that a cure for
these conditions already exists and to use this knowledge,
especially the patient histories, to empower them when they
choose to seek treatment for such problems. 
Comment on the characteristics of ‘Vulvodynia’.

Vulvodynia which has no apparent local cause (such as a
skin condition) is often expressed by a burning pain over
the entrance of the vagina and anus with extreme sensitivity
on touching, often associated with dragging lower abdomi-
nal pain and sometimes, painful bladder conditions.
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The field of cognitive sciences is affirming the approach of “embodied cognition” which proposes that our mental states are
shaped by the characteristics and the state of our physical body. This perspective, besides inflicting a further blow to Cartesian
dualism, contributes to consolidating the view of the chain of causality going from the body to the mind at the expense of the
chain of events going from the mind to the body. This conception is in line with the implicit warning in Petros and colleagues’
work: it is likely to fall into the trap of fundamentalist psychology if we neglect that a sick and suffering body (especially a
chronically sick one), is more likely to produce a debilitated, confused and sick mind, rather than vice versa. Why then, as in
Mrs D's report, are there some professors that persist in seeking psychological explanations of pain before excluding any possi-
ble physiological variables? And what could be an antidote to this (causal) “perversion”? 

Our hypothesis is that the most fascinating and insidious psychologization is of the Freudian type, because with its sexual and
anal conceptualization of psychopathology, it easily convinces women suffering from pelvic floor disorders. The concepts of
dirtiness, feces, incontinence and vaginal penetration pain, find an easy and misleading resonance with psychoanalytic language
and representations. If this resonance is then combined with the sense of impotence and despair caused by doctors who claim to
have excluded all the possible physiological causes of pain, and the feelings of guilt and embarrassment that the women associ-
ate with these problems, then the temptation to “psychologize” becomes irresistible. Any antidote to this view must exploit the
same mechanisms that make the Freudian conceptualization so fascinating. It is therefore necessary to create and disseminate
(capitalizing on social media), evidence-based metaphors, for example, the uterus represented as a “lump” (that clings to the
vagina) and other short and engaging clinical narratives that can attract through resonance women who otherwise would risk
falling victim to the “conspiracy of silence.” 
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Comment on causes of vulvodynia. We do not claim that
all vulvodynia patients have this cause. However, if other
symptoms of back ligament looseness such as nocturia, ab-
normal bladder emptying, and urgency are grouped with
the vulvodynia, there is a strong possibility that this pain
can be improved in many patients with a posterior sling for
repair of the back ligaments. 
Tampon test. A simple test to see if the back ligaments

are causing the problem. We have found that a large tam-
pon inserted into the back part of the vagina as a test can
often instantaneously relieve the sensitivity and pain in the
vulva. Generally such women also have other back liga-
ment symptoms.
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INTRODUCTION
According to the National Institutes of Health (NIH) 1995 clas-

sification Chronic Prostatitis/ Chronic Pelvic Pain Syndrome
(CP/CPPS) represents category III of prostatitis with no bacteria
detectable in urine or expressed prostatic secretion. CP/CPPS can
be inflammatory with an elevated white cell count in prostatic se-
cretion (NIH IIIa) or non-inflammatory with no white cells in the
prostatic secretion (NIH IIIb)1. The leucocyte count does not cor-
relate with the severity of symptoms2. The worldwide prevalence
of CP/CPPS is between 2.7 and up to 16%3,4. CP/CPPS has a sig-
nificant negative impact on quality of life5. In a large European
study 21 % of patients with chronic pain syndrome had a depres-
sion. 19% of patients lost and 13% changed their occupation be-
cause of pain6. CP/CPPS is likely to have different causal determi-
nants and different disease progression pathways7. It has been sug-
gested that the cause may be infectious, autoimmunal, hormonal,
psychological or associated with an intraprostatic urinary reflux.
CP/CPPS may cause anxiety, impair emotional function, and cause
insomnia and fatigue5,8. Genetic components are evident as family
clusters and an accumulation of pain syndromes in twins have
been observed9,10. An upregulation of the corticotropin-releasing
hormone has been suggested as a hormonal risk factor. Chlamydia
trachomatis11, Ureaplasma urealyticum12, Mycoplasma hominis13,
Trichomonas vaginalis14, Viruses15, Candida16 and parasites have
been described to be associated with the infectious forms of
CP/CPPS. Monotherapy strategies for CP/CPPS have been shown
to be ineffective17. These discouraging results show that the com-
plex symptom array of CP/CPPS patients cannot be targeted by a
single therapeutic agent. The UPOINT/UPOINTS system has been
proposed in order to classify patients with CP/CPPS clinically and
to offer patients a symptom related therapy. 

Recently a possible etiological pathway has been described that
was recognized by many experts. According to this mechanism, an
unfavorable event (trauma, infection etc.) leads to an injury-response
of the tissue. Inflammation and the upregulation of cytokines may
lead to additional organ damage involving nerves, blood vessels,
smooth muscles and the loss of bladder epithelial integrity. The re-
sulting pain may produce contraction of pelvic smooth and skeletal
muscles, finally leading to lower urinary tract symptoms, ejaculatory
pain and pain in other regions such as back and abdomen. Prolonged
pain may sensitize central and peripheral nervous systems and finally
cause hyperalgesia and allodynia. Chronic pain may have damaging
psychological effects and cause a depressive state18,19.

METHODS
We performed a selective literature search for chronic prostati-

tis/chronic pelvic pain syndrome.

RESULTS
As there are no biomarkers of CP/CPPS to guide therapy the

validated outcome index is the National Institute of Health
Chronic Prostatitis Index (NIH-CPSI)20. A clinical phenotyping
was proposed to classify patients with CP/CPPS to offer therapy
according to the individual complains. The UPOINT system was
validated in several clinical trials21,22. A strong correlation between
the number of positive UPOINT domains and the total score of
the NIH-Chronic Prostatitis Symptom Index (CPSI) measured in
patients was shown. Shoskes et al.21 first demonstrated that a ma-
jority (84%) of patients treated based on the UPOINT phenotype
had a clinical improvement of CP/CPPS symptoms measured by
an at least 6-point improvement in the total score of the NIH-CP-
SI symptom questionnaire. This strategy was followed in other
studies22.

In a large German-Italian study, a total of 1,227 patients with
CP/CPPS were evaluated. The correlation between the UPOINT
and CP/CPPS was confirmed for the total and for the Italian sub-
group whereas, in the German subgroup the correlation was
achieved only after sexual dysfunction (ED) was added as a do-
main to create UPOINTS23. The authors suggested that adding
sexual dysfunction to the domain system may be helpful, as sex-
ual dysfunction is a frequent complaint of patients suffering from
CP/CPPS. Two additional studies from China and Canada sup-
ported this observation24,25. The prevalence of sexual dysfunction
is 65%26. CP/CPSS has been clearly shown as a risk factor of
ED27.

Several therapy options are available for each UPOINT domain.
In a prospective randomised placebo-controlled study Pollen extract
(Cerrnilton) was shown to significantly improve the total score of
the NIH-CPSI as well as the pain and the quality of life domains in
patients with inflammatory CP/CPPS (NIH IIIa)28. The treatment
with Pollen extracts can be more helpful when supplements are
added29. Alpha-receptor blockers alone and with Pollen extract im-
prove urinary flow parameters in patients with prostatitis30,31. The
probability of the beneficial effects of alpha-receptor blockers is
higher in the presence of storage and voiding symptoms in
CP/CPPS patients (U in UPOINT)31. Even though 5-alpha-reductase
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Abstract: Chronic prostatitis/chronic pelvic pain syndrome (CP/CPPS) is a frequent disease affecting men of all ages. Chronic prostatitis can signif-
icantly impair quality of life. Symptoms attributed to CP/CPPS are heterogenous. Patients with CP/CPPS present an individual etiological and symp-
tomatology profile resulting in an unique clinical phenotype. Research efforts were made to define multimodal therapeutic strategies addressing the
wide array of signs and symptoms. A clinical phenotyping system has been suggested clinically directive to focus on the symptoms of the patients.
This system contains six major complain domains of CP/CPPS patients: urinary, psychosocial, organ specific, infection, neurologic and tenderness
of skeletal muscles (UPOINT). Recently, the system was modified by adding the sexual dysfunction as a domain to create UPOINTS. Promising re-
sults have currently been reported from multimodal approaches of CP/CPPS therapy as it aims to offer a personalized combination therapy.

Key words: Prostatitis; Chronic pelvic pain syndrome; UPOINTS; Phenotype; Treatment.
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inhibitors are not recommended in general (EAU Guidelines 2017)
some studies showed a tendency to improve symptoms.
Phosphodieste rase-5 inhibitors may help to improve sexual func-
tion. Antidepressants may be effective to treat the psychological do-
main of the UPOINT system. Xia et al., reported that an antidepres-
sive therapie with Fluoxetin not only had a positive effect on the de-
pression score but also significantly improved the quality of life and
urinary domains of CPSI32. Special physiotherapy treatment options
such as myofascial physical therapy may be helpful as it releases
tightness of soft tissue and helps to release pain33. Acupuncture has
been shown to be an effective therapy especially in decreasing
pain34,35. According to the EAU guidelines NSAIRs have a moderate
treatment effect. Celecoxib was shown to be significantly beneficial
and improved the pain subscore, the QoL subscore and the total
NIH-CPSI score in placebo controlled clinical studies36.

In placebo-controlled studies antibiotics were proven not to sig-
nificantly improve the symptoms of CP/CPPS if no infection in
prostate is present37. In contrast with these findings a network meta-
analysis showed a significant benefit of antibiotic treatment in total
symptom, pain, voiding and QoL scores in CP/CPPS patients38. In
the EAU guidelines the use of quinolones or tetracyclin for a treat-
ment period of at least six weeks is recommended if an antibiotic
treatment is applied (EAU Guidelines 2017). It has been assumed
that an antibiotic treatment helps in cases of an infectious cause of
CP/CPPS when microbiological cultures failed to detect
uropathogens that are present in the prostatic fluid. In 8% of patients
with suggested CP/CPPS positive prostatitis cultures can be found36.

Investigations show that treatment of some UPOINT(S) domains
may be beneficial for other domains. In a large Italian study patients
with CP/CPPS NIH-III were treated with alpha-receptor blocker al-
fuzosin and S repens extract alone or in combination with supple-
ments lycopene and selenium22. Only after a positive microbiologi-
cal culture of prostate-specific specimen an antibiotic ciprofloxacin
or azithromycin was added to the therapy. Although no therapy for
the erectile dysfunction was given 54% of patients had an improve-
ment of sexual function. The authors suggested a two-step algo-
rithm for CP/CPPS patients. As a first treatment option a combina-
tion of an alfa-blocker, phytotherapy (pollen extract) optional with
supplements (lycopene and selenium) and in the case of proven or
highly suspected infection an antibacterial agent. In case of persis-
tent complains antidepressant, anxiolytics, myorelaxants and other
agents can be added as a second step to the treatment. 

CONCLUSION
The recent treatment strategies of CP/CPPS take into account the

multimodal origin of this disease as well as its heterogenous pheno-
type. There are diverse options available for patients and treating
doctors to achieve significant symptom relief. Clinical results are
promising so far. Based on the modern understanding of the etiolo-
gy, future investigations may provide further therapeutic options in
a multimodal setting39. However, treatment of CP/CPPS remains
challenging and requires from the treating doctor fundamental
knowledge in different fields of modern medicine.
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We have read the review by Hoffmann et al. regarding the treatment of chronic prostatitis/Chronic pelvic pain syndrome with interest.
According to the National Institute of Health classification for prostatitis, there are 4 different types of prostatitis syndromes1,2. Syndromes I&II
have a proven bacterial infection (acute and recurrent respectively), allowing a fairly straightforward approach. Syndrome IV is asymptomatic
and so rarely requires treatment. Hoffmann et al. in their review have focused on category III, in which no source of infection is found. These
patients may or may not have inflammatory findings in the semen (IIIA and IIIB respectively), in either case they are symptomatic. 

Patients with chronic nonbacterial prostatitis/chronic pelvic pain syndrome (CP/CPPS) typically present primarily with chronic pain and as
such have a strong negative impact on their quality of life. The UPOINT classification system, initially described in 2009, uses a clinical phe-
notype-based system that helps to profile specific patients and assists in choosing individual treatment targets3,4. Treatment results are usually as-
sessed using the NIH-CPSI score5,6. 

Without a clear cause, management of CPPS is challenging and frustrating to both the patient and physician, also involving a significant econom-
ic burden7. Patients with CP/CPPS typically have a history of repeated physician visitations, involving multiple doctors. These patients typically un-
dergo multiple diagnostic investigations and treatment trials. Sadly, as described by the authors, although several therapeutic agents exist, they are
moderately effective at best, and these patients frequently require multimodality strategies. Considering this, patients suffering from CP/CPPS can
benefit from referral to centers of excellence experienced in treating them. Centers of excellence can reduce unnecessary diagnostic tests, reassure
patients regarding their diagnosis and prognosis, and implement an early individualized multimodal therapeutic regimen achieving the best long-
term results.
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The case. A 67 year old female with a history of urinary retention and prolapse was complaining
hesitancy in micturition and severe dysuria. Appendectomy at 36yrs, and 4 month before hystero-
scopic removal of endometrial polyps. Difficulty in voiding urine since one year. Uro gynae co lo gi -
cal examination: 4th degree cystocele (HWS), 2th degree hysterocele and rectocele; POP-Q: Aa:+3;
Ba:+6; C:+1; Gh:4; pb: 1.5; Tvl: 8; Ap:0;Bp:+1; D: -1.   PC test:1. Q tip test:2. Stress test and
Bonney test: negative. At bimanual examination uterus was of regular size, behind and on the left
of the womb a 10 cm mass was observed, regular the right ovary, the left was impalpable.
Ultrasounds confirmed a 10 cm solid mass between left ovary and lateral margin of uterus compat-
ible as first hypothesis with fibroid belonging either to the uterus or to the left ovary (Fig. 1).
Bilateral mild hydronephrosis, decreased after emptying by catheter, was detected. A CT scan con-
firmed the diagnosis without giving the certainty of belonging. Urodynamic testing showed: large
bladder capacity (700 ml), normal bladder compliance, no urodynamic SUI, no detrusor overactiv-
ity. Uroflowmetry revealed a urinary strongly remitting curve with kinking effect, and 300 ml post-
void residual urine was detected. At cystoscopy the bladder mucosa was regular except for moder-
ate trabeculation. The patient was planned for surgery. 

Main issues to face: 1 vaginal, laparoscopic or abdominal route? 2 prophylactic incontinence
procedure: yes or no? 3 any specific procedures for each compartment? 4 intraoperative histologi-
cal examination should be performed?

VITO LEANzA Dept. Gynecology, University of Catania, Italy  vito.leanza@gmail.com

A challenging case
A series of difficult cases in pelvic floor diseases are presented with an educational purpose following the teaching module of
the Integral Theory. The proposer describes symptoms, clinical findings and management plan. Opinions and suggestions of
a number of Colleagues are reported. In the next two issues of Pelviperineology, together with new “challenging cases”, re-
sults and further comments on this case will be published at three and six months follow up. 

Comment. I thank Professor Leanza for a most interesting case. I commend the use of the Pictorial
Diagnostic Algorithm (Fig. 2). It ensures that all relevant pelvic symptoms are searched for, it vastly sim-
plifies diagnosis and it acts as an excellent guide for surgery. His figure summarizing the prolapse is also
excellent. 

Diagnosis. A history of urinary stress incontinence (USI), but no evidence of USI on testing suggests
that this woman has latent stress incontinence. The urinary retention and hesitancy indicate cardinal
(CL)/uterosacral (USL) laxity. The mass is a concern. 

The first task is to assess what the mass is all about. A diagnostic laparoscopy with or without biopsy is
the first task to ensure it is not malignant. If, as appears, it is obstructing the ureter, it needs to be removed. 

Management. Most likely she will need a midurethral sling at some stage, but this should be de-
layed until after the other surgery so a more adequate assessment can be made of her USI. The uterus
is normal in size, so there is no need to remove it. This is an important consideration as a hysterecto-
my would most likely worsen the posterior zone symptoms which are summarized in the algorithm.
CL and USL repair would cure most of the prolapse problems. Dislocation of CL and anterior vaginal
wall from their attachments to the anterior cervical ring in my experience account for 80% of all cys-
toceles (Fig. 3). Surgical cure for POP is best performed vaginally, ideally using a Tissue Fixation
System (TFS) CL and USL tape (Fig. 4)1. CL/USL reconstruction will also improve the urinary hes-
itancy residual urine. The anatomical basis for this was detailed in a 2015 publication2. This publica-
tion details the anatomical and physiological factors behind the hesitancy and residual urine reported
by Professor Leanza. Alternative to TFS, the PIVS technique as detailed by Shkapura3 or
Wagenlehner4 would give equivalent results. The laparoscopic route in my opinion is far too impre-
cise and it would not address the ligament defects causing the prolapse problems.
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Comment. Patient symptoms. Urge incontinence, nocturia x6-7 per night, bladder emptying
problems, stress incontinence. 

Examination. 4th degree cystocele (HWS), 2th degree hysterocele and rectocele
The first concern is to deal with the mass and the bilateral mild hydronephrosis. I suggest:
1. Put in ureteral stents on both sides to protect kidneys and ureters
2. Take out unclear mass on left side by open incision. Once this is dealt with, I would address

her prolapses (cystocele and rectocele) taking care not to excise vagina, as this will only decrease
the collagen and elastin needed for proper function. With regard to her symptoms, based on the al-

Figure 3. – Pathogenesis of “high
cystocele” (transverse defect).
Dislocation of cardinal ligament
(CL) and the pubocervical fascial
layer of the anterior vaginal wall
(PCF)  from their attachments to
the anterior cervical ring allow
PCF to rotate down as a cysto-
cele. 

Figure 4. – Cardinal (CL) and
uterosacral (USL) ligaments are
shortened and reinforced by a 7mm
TFS tape placed along their length.

Figure 1.

Figure 2.
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gorithm (which I have found to be very accurate) she would need a midurethral sling for her stress
urinary incontinence and reinforcement of the cardinal and uterosacral ligaments for all the other
symptoms.

3. The prolapse should be preferably corrected via the vaginal route. Alternatively, simultaneously
perform open sacrocolpopexy by taking out the mass, though sacrocolpopexy by itself is unlikely to be
sufficient to cure the cystocele and rectocele.

4. As a general rule, those of us who follow the Integral Theory try and preserve the uterus. So don’t
remove it if it can be avoided.

5. It seems that the stress urinary incontinence is latent. Don’t correct it - wait for the results of
prolapse surgery and do possible USI surgery at the earliest 3 months later (residuals!)

Diagnosis of latent stress incontinence. I attach a video (www.pelviperineology.org - https://youtu.be/uBJOB_FiKbY) (Fig. 5)
which shows a test for latent stress incontinence. Reduction of the cystocele can induce stress incontinence on coughing.

ALFONS GUNNEMANN MD Chefartz Klinikum Lippe, Detmold, Germany
alfons.gunnemann@klinikum-lippe.de

Letter to the Editor
Dear Editor,

I congratulate Pelviperineology on its initiative in seeking new directions for diagnosis and management of chronic pelvic pain as
published in the September 2017 issue1-4.

I present below a recent experience where these concepts were directly tested for truth or falsity.
Today Jan. 25th 2018, I reviewed a patient with Ehlers Danlos disease who had been complaining of strong pelvic pain since many

years. The speculum test5 reduced the pain significantly but the tampon in the posterior fornix suppressed pain and the need to uri-
nate.  It was an amazing experience for both doctor and patient as it indicated the problem was potentially curable. After lidocaine
injection into the utero-sacral ligament, the pain significantly reduced but only for 30 minutes, exactly as described by zarfati4. 

This case raised further questions: Would hysterectomy, a common treatment for this condition, relieve the problem or not? What is
the data for pain cure in patients who have had hysterectomy?  Would promontofixation with mesh reduce or suppress the problem?  

Sincerely
1. Weintraub A, Petros P, Editorial “Dedicated to Professor Heinrich Martius, pioneer in the ligamentous origin of chronic pelvic pain in the female”

Pelviperineology 2017; 36: 66 http://www.pelviperineology.org.
2. Petros PE,  Pelviperineology 2017; 36: 71-73Pelviperineology 2017; 36: 66. 
3. Sekiguchi Y, Inoue H, Liedl B et al. Is Chronic Pelvic Pain in the female surgically curable by uterosacral/cardinal ligament repair? Pelviperineology 2017;

36: 74-78.
4. zarfati D, Petros P, The Bornstein Test- a local anaesthetic technique for testing uterosacral nerve plexus origins of chronic pelvic pain Pelviperineology

2017; 36: 89-91.
5. Wu Q, Luo L. Petros PEP Case report: Mechanical support of the posterior fornix relieved urgency and suburethral tenderness, Pelviperineology 2013; 32:

55-56. JACQUES BECO 
Department of Gynecology and Obstetrics, University Hospital of Liège, Liège, Belgium

Authors’ reply
Curiosity, the engine of discovery

We thank Dr Beco for his observations which confirm key aspects of the Pelviperineology September 2017 issue on chronic pelvic pain
(CPP). We commend this open-minded approach. Those who read the March 2018 issue on CPP will realize that Dr Beco, a significant authority
on CPP caused by pudendal nerve injury, was sufficiently curious to test and evaluate a different, competing paradigm that CPP may be caused
by pain derived from lax uterosacral ligaments. Dr Beco’s investigations of the USL pain paradigm are the very essence of scientific enquiry.
Scientific enquiry underlies the mission of Pelviperineology journal, its focus on discovery and the evidence which flows from discovery.
Curiosity is the engine which drives the motivation, recruits the energy and the dedication needed for discovery, to test the discovery with sci-
entific trials and ultimately, to test its clinical effectiveness with all the tools of the Cochrane Database of Systematic Reviews. However,
Cochrane Reviews do not provide the whole picture which we call science. Without discovery, there is no Cochrane and without curiosity there
is no discovery. Pelviperineology journal encourages all readers to challenge the concepts presented in the pages of the two pelvic pain issues
for truth or falsity, using the classic deductive method recommended by Karl Popper1, exactly as tested by Dr Beco. 

With regard to Dr Beco’s three final questions, we present our view en linea
Q1. Would hysterectomy, a common treatment for this condition relieve the (pain) problem?

Given the stated etiology of USL laxity, if during hysterectomy the surgeon tightened the USLs sufficiently to support the ligaments, the pain
should improve. However, the same tightening of USLs without hysterectomy would be expected give equivalent cure.
Q2. What is the data for pain cure in patients who have had hysterectomy?

Hysterectomy involves severing the descending branch of the uterine artery, the main blood supply of the proximal USLs as they attach
to the cervical ring. This explains the high incidence of pelvic floor dysfunction reported in hysterectomized older women, especially after
the menopause.
Q3. Would promontofixation with mesh reduce or suppress the problem (of pain)?

The data from Claerhout et al.2, showed no significant decrease in overall CPP at 3 months after surgery.
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Figure 5. – See video on-line
https://youtu.be/uBJOB_FiKbY
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