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1. METHODOLOGY USED IN THE 
 CONSENSUS DOCUMENT

1.1 Introduction
Chronic pelvic pain (CPP), which mainly a�ects women 
in reproductive age, shows a signi�cant incidence rate in 
the general population, where pelvic congestion syndrome 
(PCS) is the second leading cause of CPP.
Several medical societies have dra�ed documents to unify 
concepts seeking international consensus for the diagnosis 
and management of PCS.
Based on the existing evidence and experience managing 
PCS, a group of Spanish-speaking experts on Vascular Sur-
gery, Phlebology, Gynecology and Obstetrics, Diagnostic 
Imaging Modalities, Radiology, and Interventional Car-
diology has dra�ed the �rst edition of the Argentine Pelvic 
Congestion Consensus.
Using the Levels of Evidence and Recommendation esta-
blished by the American College of Cardiology (ACC) 
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and the American Heart Association (AHA) and accepted 
by the European Society of Cardiology (ESC), the validi-
ty of the diagnostic and treatment methodologies is esta-
blished with proven utility in the lasting resolution of PCS 
cases (Table 1).
According to this classi�cation, the strength of the evi-
dence and the degree of recommendation associated 
with a speci�c diagnosis or treatment option are based 
on the data available (https://www.wikidoc.org/index.php/
ACC_AHA_guidelines_classi�cation_scheme).

1.2 Methodology
�e process of elaborating this consensus document was ca-
rried out following the algorithm of the Consensus area of 
the Argentine College of Interventional Cardioangiologist 
(CACI). Once the topic of discussion is determined, the 
consensus coordinators are summoned; they are responsible 
for the supervision, distribution of the project, and coordi-
nation of the discussion during during the stages of analy-
sis of the document at stake. �e consensus o�ce toge-
ther with the coordinators invite experts that will partici-
pate as authors, who will be carrying out a thorough, syste-
matic search of the literature available, conduct the critical 
analysis, and write the dra� or preliminary document. Once 
the preliminary document is completed, it is posted on the 
CACI website long enough for it to be analyzed by all the 
authors and coordinators involved. To this end, a tool called 
FORO has been created by CACI that grants access limited 
only to participant members. It allows the document to be 
viewed and triggers participation in the discussion via com-
ments that will appear chronologically and will be supervi-
sed by the coordinators. �is tool increases author participa-
tion and saves time. Once this stage is completed, the coor-
dinators collect all the opinions and suggestions to dra� the 
�nal document with the same writing style. A�erwards, 
the �nal document should be submitted for external review 
and to this end, it is once again posted on the FORO (re-
placing the previous version) and access is granted to those 
who will act as judges for �nal approval purposes; these peo-
ple will make up the Review Committee. We should men-
tion that at this stage it is also possible to make corrections 

as long as an agreement is reached between the authors and 
the review committee. Its members (coordinators, authors, 
and reviewers) are responsible for ensuring the rigor and 
quality of the document generated. Once the document has 
been approved, the consensus is presented in scienti�c ses-
sions at di�erent CACI societies and is published in scien-
ti�c journals.

2. ABBREVIATIONS 

- AMC: aortomesenteric clamp
- BMI: body mass index
- CAT scan: computerized axial tomography scan
- CDE color-coded Doppler echocardiography 
- CHIVA: outpatient conservative haemodynamic co-

rrection of vein incompetence
- CPP: chronic pelvic pain
- DVT: deep venous thrombosis
- GIDP: gonadal and iliac dynamic phlebography
- IVC: inferior vena cava
- IVUS: intravascular ultrasound
- LL: lower limbs
- LRV: le� renal vein
- MPA: medroxyprogesterone acetate
- MRI: magnetic resonance imaging
- MTS: May-�urner syndrome
- NCS: Nutcracker syndrome
- PCS: pelvic congestion syndrome
- PFL pelvic �oor leak
- PTA: percutaneous transluminal coronary angioplasty
- PTE: pulmonary thromboembolism
- PV: peak velocity
- PVI: pelvic vein incompetence
- QOL: quality of life
- SMA: superior mesenteric artery
- SPJ: saphenofemoral junction
- TE: transcatheter embolization
- TV: transvaginal
- TVCDE: Transvaginal color-coded Doppler 
 echocardiography 
- VAS: visual analogue scale

Consensus O�ce

Consensus Coordinator

Preliminary document 

Document

APPROVAL

Presentation and Publication

DISCUSSION FORUM 1
Coordinator with all the authors

Analysis of the content and writing of the document

DISCUSSION FORUM 2
Coordinator: submited to the consideration of the Review Committee Revisor

Authors
of subtopics

Authors
of subtopics

Authors
of subtopics

Authors
of subtopics

Diagram 1. Algorithm used to write the consensus document.

TABLE 1. Levels of Evidence and Classes of Recommendation

• Level of Evidence A (high): when data come from multiple randomized clinical 
trials or meta-analyses.

• Level of Evidence B (intermediate): when data come from a single randomi-
zed clinical trial or non-randomized studies.

• Level of Evidence C (low): where there is consensus only in the experts’ opinion, 
case data or method of standard care.

• Class I Recommendation: disorders in which there is evidence and/or gene-
ral consensus on the fact that the procedure/treatment is bene�cial, useful, and 
e�ective.

 IT IS RECOMMENDED or IT IS INDICATED.
• Class II Recommendation: disorders where there is contradictory evidence 

and/or triggers controversial opinions on the utility/e�ectiveness of a procedu-
re/treatment.

º Class II a: the burden of the evidence/opinion is favorable to the utility and 
e�ectiveness of a treatment or procedure.
IT SHOULD BE TAKEN INTO CONSIDERATION.

º Class II b: utility/e�ectiveness is not well established by the eviden-
ce/opinion.
SE PUEDE RECOMENDAR.

• Class III Recommendation: disorders where there is evidence and/or general 
agreement on the fact that the procedure/treatment is not useful or e�ective. 
As a matter of fact, it can even be harmful in some cases.

 IT IS NOT RECOMMENDED.
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3. SUMMARY OF CONSENSUS

3.1 Generalities

Overview
�e �rst description of ovarian varicose veins was made by 
Richet back in 1857. In 1949, Taylor, who associated ana-
tomical changes with the symptoms of ovarian vein incom-
petence, proposed the concept of PCS suggesting ovarian 
vein ligation as the treatment of choice.
At the beginning, the etiology of pelvic venous incompe-
tence (PVI) as the main pathophysiology of PCS was un-
known and led to the psychological-psychiatric theory as 
an explanation of the symptoms of patients with pelvic pain 
disorders without an apparent cause.
Back in the 1980s, Lechter de�ned female gonadal vein in-
competence as the causative of lower limb (LL), pelvic, and 
vulvar varicose veins. At that time, Beard proposed hysterec-
tomy and bilateral oophorectomy as the treatment of PCS. In 
1993, Edwards treated utero-ovarian varicose veins through 
transcatheter embolization (TE) for the �rst time ever, and 
in 2003, Chung proved the signi�cant bene�ts of this therapy 
when compared to surgery and hormone therapy.

Epidemiology
PCS is, a�er endometriosis, the second leading cause of 
CPP in 30% to 40% of the cases. PVI is the etiological ele-
ment that characterizes PCS. Costs derived from the man-
agement of CPP are high (over 880 million dollars each year 
in medical appointments and 2 billion dollars each year 
in overall costs in the United States). Although numerous 
medical journals �nd a correlation among PVI, PCS, and 
LL vein incompetence, no articles have been published of 
good methodological quality con�rming it.

De�nition
PCS is de�ned by the presence of 2 or more of the follow-
ing conditions: 1) utero-ovarian varicose veins with or with-
out gonadal vein incompetence, 2) congestive pelvic pain, 3) 
hypogastric vein incompetence, 4) pelvic �oor re�ux, typical 
or atypical LL varicose veins of pelvic origin. Although the 
term PCS cannot cover all forms of presentation and caus-
es, it has been agreed to be used because it appears in the In-
ternational Classi�cation of Diseases and the VEIN TERM 
Transatlantic Interdisciplinary Consensus Document.

3.2  Pathophysiology

�e origin of PCS is multifactorial with valvular insu�-
ciency, venous obstruction, and hormonal changes as the 
most common causes. �e cause of pain in PCS is distension 
due to venous stasis, which stimulates the release of local in-
�ammatory and pain mediators.
Pathophysiologically speaking, the causes of PCS can be cate-
gorized into:
Primary, due to ovarian venous valve agenesis or incompe-
tence; these are the ones most commonly associated, or not, 
with LL vein incompetence and the ones that best respond 
to TE procedures.
Secondary, due to the occlusion of iliac veins (May �urner 
syndrome [MTS]), inferior vena cava (IVC) or le� renal vein 
(LVR) known as the nutcracker syndrome (NCS). �e typi-
cal symptoms of PCS are associated with the venous obstruc-

tion area, and the ideal endovascular resolution combines per-
cutaneous transluminal coronary angioplasty (PTA) and TE.
CPP-related nonvenous PCS are mainly due to non-vascu-
lar pelvic causes, basically correspond to endometriosis and 
other pelvic causes. PVI, though present, is not the main 
cause of the clinical signs. In these cases, therapies target the 
causative lesions detected.

3.3  Clinical signs

PCS has 4 clinical presentations:
1. Typical pelvic clinical signs compromising the uterus, 

ovaries, bladder and/or rectum.
2. Typical LL, vulvar, and gluteal (saphenous) or atypical 

(non-saphenous) varicose veins.
3. Edema and LL pain due to venous obstruction.
4. Renal clinical signs with pain and hematuria.

Pelvic damage o�en occurs with pelvic pain and LL vari-
cose veins.
�e dull, deep, prolonged, non-cyclical pain is exacerbated by 
movements and postures that increase abdominal pressure. It 
is a unilateral or bilateral, asymmetric and, chronic pain that 
lasts over 6 months. Associated with dyspareunia, dysmen-
orrhea and post-coital pain, it can cause nausea, distension 
or abdominal cramps, rectal discomfort, dysuria, and greater 
urinary frequency. It is o�en associated with neurological and 
psychosomatic symptoms like reactive depression.
�e clinical signs of PVI are tenderness to palpation at ovari-
an, uterine, and cervical sites, as well as utero-ovarian, vulvar, 
gluteal, atypical of thigh and leg varicose veins associated with 
pelvic �oor leak (PFL). It is o�en associated with symptomatic 
hemorrhoids. Varicose veins are predominant in the le� LL for 
2 reasons: gonadal and utero-ovarian PVIs are more signi�cant 
on the le� side of the body as well as PFL sites; also, in MTS cas-
es, the le� side is the common side where this condition devel-
ops. Clinical detection of the pelvic origin of LL varicose veins 
is not always evident and it requires performing a color-coded 
Doppler echocardiography (CDE); it should be suspected in 
the presence of post-saphenectomy relapses.
�e predisposing factors of PCS are multiple pregnancies, 
sedentary lifestyle, increased estrogenic activity and low 
body mass index.
�e clinical signs associated with venous obstructions 
(MTS, NCS, IVC occlusion, etc.) only occur when they are 
the causes of PCS.

3.4  Di�erential diagnosis 

Both questioning and physical examination should cover 
the di�erent possible causes of PCS. Suspected conditions 
will jutify performingearly clinical evaluationsthat will 
eventually lead toorderingadditional laboratory tests, inva-
sive imaging modalities or not selectedbased on their e�ec-
tiveness, invasiveness, and availability.
In this diagnostic stage, 2 etiological groups should be de�ned:
1.  Patients with typical (primary or obstructive) PCS 

who will bene�t from TE and/or PTA therapies. Med-
ical (and rarely surgical therapies) cancomplement these 
therapies. �is consensus document focuseson the man-
agement of these patients.

2.  Non-venous PCS with clinical signs and CPP and PCS 
combined additional studies should be especially con-
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sidered by the heart team. It is mandatory to con�rm 
di�erential diagnosis where the main cause of CPP does 
not correspond to PCS. Also, speci�c treatment should 
be o�ered for each condition, especially if gynecological 
or extra-gynecological

3.5  Diagnostic imaging modalities

Color-coded Doppler echocardiography
It is the �rst-line diagnostic assessment tool thanks to its 
non-invasive, non-radiation capabilities. It performs re-
al-time studies of vein hemodynamics and allows perform-
ing maneuvers and position changes that improve its sensi-
tivity and speci�city (> 90% in PCS).
�e assessment protocol should include: 1) evaluation of 
compression syndromes such as NCS and MTS covering 
IVC, le� renal vein (LRV), and primitive iliac veins; 2) go-
nadal veins; 3) internal iliac veins, and 4) PFL points at the 
pelvic PVI and LL junction.
Access routes are transabdominal, transvaginal (TV) and 
PFL. �e latter is used to study inguinal, gluteal, obturator 
and perineal points.
�ere are proven diagnostic criteria in the CDE of the dif-
ferent PCS components that should be con�rmed for diag-
nostic precision purposes. �e CDE of Vein Compression 
Syndromes facilitate the detection of Direct Signs of steno-
sis that have a high diagnostic value and are associated with 
a reduction of vein diameters and speed changes; and Indi-
rect Signs that originate inthe circulatory changes occurred 
on both sides of the stenosis and the development of collat-
eral circulation.
�e diagnostic criteria of Pelvic Varicocele include �nd-
ings of gonadal veins (proximal with diameters >6 mm, 
Valsalva re�ux, and distal with increased number and cal-
iber with tortuous, ecstatic morphology, and ecstatic �ow) 
and hypogastric veins.
Also, the CDE is key in the postoperative management of 
PTA (to treat compression syndromes) and TE (to treat in-
su�cient pelvic varicose veins, PFL points, and LL).

Computed axial tomography scan and magnetic resonance 
imaging
Both imaging modalities should cover from the renal veins to 
the pelvis and the roots of the thighs to characterize incompe-
tent pelvic veins, di�erent drainage routes, and possible vein 
compression causes.
�e MRV has a 88% sensitivity and a 67% speci�city for 
the identi�cation of gonadal vein PVI compared to con-
ventional phlebography in the diagnosis of PCS. Also, it 
can characterize other causes of CPP (endometriosis, ad-
enomyosis, myomas). It requires dynamic evaluation with 
IV contrast with images in the arterial phase (to view ve-
nous re�ux and arterial vascular causes) and in the venous 
phase (venography, for the measurement of vascular diam-
eters, for the assessment of compromised veins, to identify 
venous obstruction).
Both the computed axial tomography scan (CAT scan) and 
the MRI are used for monitorization purposes a�er the en-
dovascular treatment. Also, it is necessary to �rst assess the 
residual clinical signs and identify the possible redistribu-
tion of venous drainage to another (hypogastric) territory. 
�ere can be artifacts in the MRI due to TE material and 
venous PTA that should be taken into account.

Gonadal and iliac dynamic phlebography
It is the diagnostic study with the highest sensitivity and 
speci�city (80% to 100%) and it is considered the gold stan-
dard in the diagnosis of PCS. It provides a high-precision ve-
nous dynamic assessment with con�rmation of incompetent 
veins, varicose veins, and their collateral leaks and even ob-
structive lesions. It is the imaging modality used to guide en-
dovascular treatments.
Performed via brachial, internal jugular or femoral venous 
catheterization, it requires minor sedation (or not) and 
short hospital stays. It should include the assessment of 
IVC and LRV, gonadal, primitive iliac, hypogastric veins 
and their pelvic �oor branches. It allows us to measure ve-
nous pressures from renal and primitive le� iliac stenoses. 
�e details of these �ndings are essential to con�rm the di-
agnosis of PCS.
Gonadal and iliac dynamic phlebography (GIDP) is in-
dicated in 3 situations mainly: 1) in the presence of in-
conclusive findings of non-invasive studies; 2) when it is 
necessary to confirm the findings of non-invasive stud-
ies; and 3) at the proposal and planning of endovascular 
treatment for the PCS.

3.6 Medical therapy

To start medical therapy for the management of PCS, �rst it 
is necessary to rule out other causes of CPP. Once the PCS 
has been con�rmed as the causative agent and since it is of-
ten multifactorial, medical therapy will be targeted at con-
trolling the symptoms derived from PVI and dilatation 
(pain killers, venotonic drugs, and elastic compression ban-
dages) and the hormone condition involved in the develop-
ment of the syndrome (hormone medication).

Non-steroidal anti-in�ammatory drugs
Used as a �rst-line therapy, they provide temporary relief, 
are limited by adverse events, and are o�en used temporar-
ily until speci�c therapies are implemented.

Ergotamine
Vasoconstrictor that, when administered IV, improves the 
clinical signs of PCS pain in 30% of the patients. Limited 
use due to its short e�ect and multiple contraindications.

Hormone medication 
Progestogens. Used to treat CPP due to endometriosis; to 
treat the PCS, medroxyprogesterone acetate (MPA) of an-
tiestrogenic and gonadotropic e�ect is used. �ey partially 
improve the symptoms of PCS.
GnRh agonists. Using synthetic analogs, menopause-like 
hypoestrogenism is achieved. Although they can improve 
the clinical signs of PCS, they use is limited due to the asso-
ciated rate of climacteric symptoms and osteoporosis.

Venotonic drugs
Diosmin, hesperidin. �ey improve vein and lymphatic cir-
culation by reducing venous stasis and symptoms in PCS 
and LL, with optimal tolerance.

Compression treatment of pelvis and LL
�e use of compression pants and stockings has shown clin-
ical improvement in over 80% of the cases of patients with 
PCS and LL varicose veins.
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3.7 Endovascular treatment

�e main purpose of this therapy is to eliminate PVI compo-
nents (varicose veins, pelvic re�uxes, and collateral circulation), 
which happen to be the major contributors of the PCS clinical 
signs. Endovascular treatments of venous catheterization that 
are performed at the cath lab are outpatient procedures or have 
a very short hospital stays and are technically successful in over 
95% of the cases with clinical improvement in 68% to 100% 
of the cases and evidence level 1B. �e endovascular treatment 
techniques used are the TE of choice for the management of go-
nadal or hypogastric vein incompetency, while the PTA and ve-
nous recanalization o�en solve venous obstructive phenomena.

Transcatheter embolization 
Based on the information provided by imaging modali-
ties, but mainly the GIDP, the TE should occlude previous-
ly found incompetent gonadal, utero-ovarian varicose veins 
and hypogastric branches with the use of sclerosing liquids 
and metal devices (coils, plugs). TE is usually performed out-
patiently with 24-hour hospital stays. 
TE related complications o�en occur in less than 3% of the 
cases and are associated with postembolization syndrome; 
coil migration can be treated via an endovascular approach.
Postoperative management is clinical and based on scales 
like the visual analog scale (VAS) and the quality of life 
(QOL) scale. CAT scans or MRI, but especially the DCE, 
are important to assess the post-TE results at PFL points 
and LL varicose veins level.

Vein compression syndrome angioplasty
�e vein obstruction-compression causes of PCS are o�en 
underestimated; however, the MTS has been reported in up 
to 80% of all PVI cases with PCS.
When PCS is associated with IVC obstruction or MTS, the 
PTA will initially be performed with astent, and in the pres-
ence of persistent PCS clinical signs, a TE will be performed 
at a second stage on the pelvic varicose veins. However, when 
PCS is associated with the NCS, a TE on the veins with re-
�ux will be performed �rst, and the PTA of the LRV will be 
spared for cases of hematuria, severe lumbar pain or varicose 
veins persistent a�er the TE. �e ilio-caval PTA shows pri-
mary, assisted primary and secondary patency of 79%, 100%, 
and 100%, respectively, in non-thrombotic disease, and 57%, 
80%, and 86% respectively, in DVT at the 7-year follow-up.

3.8 Surgical therapy 

Conservative
It includes the ligation of ovarian veins by laparotomy or 
laparoscopy where the main bene�t is diagnostic con�rma-
tion, especially for the management of gynecological condi-
tions. �e PCS of around 70% of patients is controlled us-
ing both techniques, but these are short-term experiences 
and with frequent relapses. �ese therapies have a 2B level 
of evidence recommendation and they are indicated only in 
cases of unavailability or therapeutic failure of less invasive 
techniques because they are associated with common major 
complications and high costs.

Non-conservative
�e resection of uterus and/or annexes (uni- or bilateral) 
contributes a signi�cant bene�t in the control of PCS, in ad-

dition to the patients’ psychological and social recovery. How-
ever, the high dispersion of results, common relapses due to 
lack of VPI control, but above all, the higher morbidity and 
mortality rates and recovery time reported have turned these 
therapies into last-line alternatives, only a�er other simpler, 
less bloody, and e�ective treatments have failed.

Vascular and endovascular surgical treatment of compres-
sion syndromes as cause of PCS
Basically, it includes the management of the MTS and the NCS.

�e May-�urner Syndrome. Before 2000, 75% of the pro-
cedures were performed by open surgery (25% via endovas-
cular approach). Bypass surgical techniques were used that 
would create arteriovenous �stulas with unsatisfactory results 
due to high rates of DVT and restenosis. A�er 2000, this ra-
tio reversed and 4.1% of the patients are operated on through 
open surgery and 95.9% via endovascular approach with bal-
loon PTA and stenting and, sometimes, coadjuvant thrombo-
lytic drugs (33.2%) or not (53.2%). As medical therapy (7%), 
anticoagulation and elastic compression are used.

�e Nutcracker Syndrome. Conservative treatment is based 
on a 24-month wait-and-see approach in patients under 18 
and a 6-month wait-and-see approach in adult patients, in 
whom weight gain and the development of collateral circu-
lation improves clinical signs in 70% of the cases.
Intervention is decided once this period of time has elapsed or if 
there is clinical worsening with hematuria and severe recurring 
pain, an impaired kidney function, and signi�cant varicocele.
Surgical therapy includes complex and di�erent techniques 
such as renal vein transposition, renal autotransplantation, 
gonado-caval or splenorenal bypass and LRV ligation with 
bypass to iliac vein. Although a suitable resolution of the 
symptoms is initially achieved initially in over 80% of the 
patients, recurrence can occur at the end of follow-up due 
to venous restenosis. �e complications reported require 
hospitalization and long controls, which is why this ther-
apeutic decision is made by expert surgical teams in the 
management of these cases.
Endovascular treatmentis performed using PTA with LRV 
stenting. A PCS comprehensive treatment is recommend-
ed, �rst performing TE on gonadal and hypogastric varicose 
veins, and then renal PTA. With clinical improvement >95%, 
it requires a careful PTA technique and stent selection.

3.9  Additional extrapelvic management of PCS

�e rates close to 80% reported in the association among 
pelvic, vulvar, perineal, and LL varicose veins are in cor-
relation with the PCS, which represents nearly 35% of the 
cases of vulvovaginal varicose veins, and 90% of the cas-
es of LL varicose veins. A�er the endovascular treatment of 
PCS with PFL related-LL vein incompetence, at times, re-
lapses or varicose vulvoperineal remnants can occur and 
are responsible for the persistence of postoperative LL vein 
incompetence.
�e study protocol of LL vein incompetence due to PCS is sim-
ilar to the one used in LL varicose vein relapse a�er TE. It in-
cludes detailed clinical assessment of persistent LL varicose 
veins associated with the CDE study (enhanced with the use of 
augmented reality) of the PFL points and LL varicose veins in-
volved. TV-CDE, CAT scans, MRI, GIDP, and varicography 
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are used based on the need for more detailed anatomical and/
or functional information on re�uxes or their possible causes.
Special attention should be paid to the coexistence of su-
per�cial and/or deep LL vein incompetence, either essential 
or post-thrombotic associated with PCS, which should be 
properly detected and treated.
�e management of these relapses if defects or omissions of 
already-embolized hypogastric or gonadal re�uxes are re-
ported, starts by correcting these errors with a second TE 
that should be as complete as possible, especially on the trib-
utaries that irrigate the relapsed venous territories.

Several ultrasound-guided sclerosis techniques (with or 
without augmented reality) used on perineal varicose veins 
and PFL points are described with promising early results. 
Hower, studies long enough follow-up periods are still need-
ed on this regard.
Finally, the procedure will be performed on the LL vein in-
competence (saphenous trunks or accessories, leak perfora-
tor vessels) using conventional techniques (conventional ma-
jor or minor saphenectomy, staged removal of varicose seg-
ments, perforator vessel surgery).

4. INTERSOCIETAL ARGENTINE PELVIC CONGESTION SÍNDROME CONSENSUS

4.1 History and epidemiology
Authors: Juan Esteban Paolini, Néstor Omar Giráldez.

4.1.1 History

Back in 1857, Albert Richet (1) came up with the very �rst an-
atomical description of ovarian varicose veins. Almost a cen-
tury later, in 1949, Taylor (2) associated the anatomical vari-
ables with the physiological disturbances generated by ovar-
ian vein incompetence. Also, he was the �rst to propose the 
concept of pelvic congestion syndrome (PCS) and suggested 
the ligation of ovarian veins as a therapy. He also considered 
that the origin of that vein incompetence was somehow con-
nected with changes of the autonomous gonadal nervous sys-
tem, suggesting a possible psychosomatic association with the 
symptoms. Since the true pathophysiology of gonadal vein in-
competence was not known, the disease was treated as a psy-
chological/psychiatric disorder in patients who presented 
with pelvic pain without an apparent cause (3).
In 1954, Dixon and Michell performed the �rst radiological 
studies of circulatory anomalies with phlebographic �ndings. 
In 1964, Clark described the right ovarian vein syndrome (4)
In the 1980s, Colombian gynecologist Abraham Lechter 
coined the term female gonadal system incompetence or pel-
vic vein incompetence (PVI) as the causative agent of lower 
limb (LL), pelvic, and vulvar varicosity. A�erwards, he con-
ducted studies in cadavers and was able to determine the an-
atomical variants and proposed the open bilateral ligation 
of ovarian veins (5,6). British gynecologist Beard rede�ned 
PCS (7-9) by proposing hysterectomy with bilateral oopho-
rectomy as the best way to treat this condition (10).
Taking into account the complexity of this procedure and the 
hormonal changes it causes, it was considered mutilating sur-
gery, one that is hard to accept by young women with reproduc-
tive potential, a presentation characteristic of this disease (3).
In 1993, Edwards (11) proposed for the �rst time, the en-
dovascular treatment option with embolization of ovarian 
veins, thus changing the paradigm of the female pelvic vari-
cocele therapy. Leal Monedero et al. (12,13) determined the 
pathophysiological basis of sub-diaphragmatic re�uxes and 
embolizing treatment. �is highly e�ective, low morbidity 
and minimally invasive therapy replaced almost all the re-
maining conventional open surgical procedures considered 
mutilating treatments to this date (3). 
In some Latin-American countries the laparoscopic treatment 
of pelvic varicocele is still an elective procedure (14-16) but 
thanks to the development of diagnostic means and techno-
logical advances,compared to the remaining therapies, endo-

vascular treatment has been issued a Class II b Recommen-
dation by the American Venous Forum and the Society of 
Vascular Surgery (17,18). 
Chungy et al. (19) conducted a comparative study about 
PCS therapies available today and con�rmed the statistical-
ly signi�cant bene�ts of endovascular treatment.

4.1.2 Epidemiology

According to Candance (20), PCS is associated with chron-
ic pelvic pain (CPP) in 30% to 40% of the cases where PVI is 
the characteristic etiological component of PCS.
CPP is a complex nosological entity consisting of pelvic pain 
of over 6 months of clinical evolution o�en a�ecting one or 
several systems (gynecological, urinary, osteo-arthro-mus-
cular, digestive, nervous) in di�erent order and intensity, 
and followed by o�en emotional repercussions. Mainly, it 
a�ects women (but not exclusively), and it is highly preva-
lent among the general adult population. Still, according to 
the reports available its incidence rate is variable: 15% in the 
USA and 43% in other countries (21,22).
Zondervan et al. (23) reviewed a UK primary healthcare 
database that included the medical histories of 162 wom-
en from 12 to 70 years old. �ey found an incidence rate 
of 38/1000 per patients-year going to doctors’s o�ces due 
to CPP.
CPP amounts to 20% of all outpatient gynecological ap-
pointments. An annual US$ 881,5 million are spent in out-
patient care and the overallannual cost in the United States 
is US$ 2 billion and £158 million in the UK (21,24). Several 
epidemiological studies, both prospective and retrospective, 
despite their di�erent scienti�c quality, have proved that 
PVI is responsible for between 11.2% and 28% of the cases 
of CPP (25-27). Similarly, other PVI assessment studies in 
women with recurrent LL varicose veins have found preva-
lence rates of 20% to 76% (28).
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4.2  Pathophysiology and clinical signs
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Note: Angiographic imaging in this chapter are the sole proper-
ty of the authors; the diagrams have been reproduced with the 
authors’ permission.

4.2.1 Pathophysiological mechanisms

4.2.1.1 Introduction
�e characteristics of the pelvic congestion syndrome (PCS) 
were initially described and published by Richet back in 1857 
and then associated with chronic pelvic pain (CPP) in 1947 
by Taylor (1,2) In recent years, it has been observed that there 
is not a unanimous consensus on the denomination of PCS 

to designate this entity; however, it is included in the Inter-
national Classi�cation of Diseases and VEIN-TERM of the 
Transatlantic Interdisciplinary Consensus (3). Although it is 
considered that there can be a multiple origin of PCS (hor-
monal, anatomical, post-partum, etc.), gonadal, hypogas-
tric pelvic vein incompetence (PVI) and its spread towards 
the lower limbs (LL) is without a doubt the determinant-
pathophysiological factor. �e coexistence of other partici-
pant mechanisms in PCS make the causal relation of PVI, 
though proven, not categorically established as the main 
causative agent of PCS (4-8). In this well-known underes-
timation of PCS (9,10), 2 elements of conceptual confusion 
are involved, both highly frequent among the female popu-
lation of reproductive age. On one hand, utero-ovarian vari-
cose veins can be found in up to 10% of the women. In 40% 
of these women, they are not associated with PCS, and it is 
an anatomical �nding without any associated clinical signs. 
�is means that no speci�c therapy or follow-up is required. 
On the other hand, 30% of the women’s CPP is due to PVI 
only, while another 15% of the patients with PCS have oth-
er additional non-venous related pelvic etiology. �is makes 
the isolate identi�cation of main and secondary problem 
ambiguous when it comes to administering evidence-based 
therapies (11).
To properly distinguish when the PCS is mainly associated 
with PVI or in what patients PCS is only a minor compo-
nent is o�en ideally approached by multidisciplinary work-
ing groups, both at the diagnostic stage and when having to 
decide the most suitable approach or therapy (12).

4.2.1.2 Pathophysiology
It is commonly accepted that the origin of PCS is multifac-
torial, and vein incompetence, venous obstruction, and hor-
monal changes are the most usual suspects.
�e cause of pain in PCS is associated with the progres-
sive venous distension that together with vascular stasis 
stimulate the release of local in�ammatory and pain me-
diators  (13). In fact, the histopathological examination 
of these pelvic varicose veins shows �brosis of tunica inti-
ma and tunica media with muscular hypertrophy and cap-
illary endothelium proliferation (14). It is likely that the 
pain mechanism of PCS in its chroni�cation process also 
acquires characteristics of growing complexity as it hap-
pens with CPP (15).
PVI, the leading cause of PCS, is anatomically characterized 
by the abnormal and insu�cient dilatation of veins in the 
ovarian, uterine, hypogastric territories and very common-
ly in the LL too. �e interconnection of ovarian and hypo-
gastric venous systems mainly occurs in the broad ligament 
of the uterus and its �xation elements. From there, PVI can 
transmit venous re�ux towards the hemorrhoidal, sacro and 
vesical circuits. More frequently, PVI of internal puden-
da veins, round-ligament venous plexuses and parametrium 
lead to PCS per se; the predominant compromise of obtura-
tor and femoral circum�ex veins o�en occurs as vulvar var-
icose veins and LL vein incompetence; and ovarian vein in-
competenceo�en occurs with both clinical signs (16). Back 
in 1997, Leal Monedero introduced the accurate concept of 
sub-diaphragmatic vein incompetence (a denomination that 
uni�ed PCS and LL chronic vein incompetence), which is in 
turn pathophysiologically divided into “centrifugal re�ux” 
(the predominant anti-physiological pelvic venous �ow or in 
the direction of pelvic and LL varicose veins) and “centripe-
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tal re�ux” (the utero-ovarian �ow has a physiological direc-
tion, but with increased volume, and it is part of the collat-
erality of central venous obstruction, post-thrombotic syn-
drome (PTS) with ilio-caval compromise, May-�urner syn-
drome (MTS).
�e hormonal involvement of PCS can be seen in the dif-
ferent clinical instances. �e regularity of PCS pain is asso-
ciated with menstrual cycle in women whose symptoms de-
crease a�er the menopause, and with the response to treat-
ment with anovulant drugs and human chorionic gonad-
otropin agonists where estrogen depletion, among oth-
er mechanisms, would be decreasing the response of the 
smooth musculature of the venous wall (9).
�e pathophysiological mechanisms of PCS show a close 
correlation between its origin, frequency and response to 
the di�erent modalities of treatment. �ey have been sche-
matically categorized by di�erent authors (9,17-19): Prima-
ry PCSs are due to ovarian venous valvular incompetence, 
venous anatomical variants, venous kinking following uter-
ine malappositions, and structural and hormonal changes 
associated with pregnancy and labor. Primary PCSs occur 
most o�en with typical clinical signs of PCS associated, or 
not, with LL vein incompetence and they are the group that 
best responds to transcatheter embolization of endovascular 
treatment (ET).
Secondary PCSs are associated with severe stenosis or occlu-
sion of drainage veins at the pelvic or suprapelvic level. Of-
ten chronic post-thrombotic, it compromises the iliac veins 
(primitive or internal) or the inferior vena cava (IVC) and 
they are o�en called, respectively, iliac compression syn-
drome or MTS and IVC syndrome. Some authors include 
congenital causes in this group (while other authors place 
them separately) like pelvic vascular malformations, IVC 
agenesis and aplasia, iliac veins and changes to the le� re-
nal vein (LRV) like compression due to aorto-mesenter-
ic clamp (AMC) (or anterior nutcracker syndrome) or its 
retro-aortic location (posterior NCS) (9,20-22). Although 
they show clinical signs of PCS, in this group, patients of-
ten show symptoms associated with the territory of the ve-
nous obstruction that originate it. Endovascular resolution, 
properly associating percutaneous transluminal coronary 
angioplasty (PTA) with stent and TE is o�en the optimal 
therapeutics.
Finally, there is a group of non-venous pelvic causes that 
can come from different origins, mostly endometriosis. 
Other etiologies can correspond to myomas, benign uter-
ine and ovarian tumors, adenomyosis, post-partum uter-
ine retroversion, postoperative and post-infectious ad-
hesions and staples, Master-Allen syndrome (lesion of 
uterine fixation elements), and non-obstetric trauma. In 
these cases, the presence of varicose veins and PVI often 
responds to a coincidental epiphenomenon rather than a 
direct causal relation. Therefore, once the differential di-
agnosis has been confirmed, if the cause of CPP is not as-
sociated with PCS, the specific treatment of each partic-
ular condition should be provided. In these cases, there 
is no indication for a TE procedure on the utero-ovarian 
varicose veins since they are rarely involved in the mecha-
nism of pelvic pain.
In conclusion, the pathophysiologyof PCS is due to sever-
al venous circulatory and functional changes mainly deter-
mined by PVI. Understanding the correlation between clin-
ical signs and changes of pelvic vein dynamics is essential re-

garding the endovascular and sclerosing therapies. Similar-
ly, cases of primary and secondary PCS of strictly non-ve-
nous conditionswhere multi-disciplinary action would be 
required should be di�erentiated.

4.2.2  Clinical signs

CPP is a common cause of consultation in women between 
18 and 50 years old. Actually, 39% of women have report-
ed it at one time or another during their lifetime (12). Pain 
is by de�nition, a sensory and emotional experience associ-
ated with a real or potential damage of some tissue. CPP is 
an incapacitating situation that not only has physical reper-
cussions, but also psychological and emotional. Several stud-
ies have discussed this issue and it is estimated that it causes 
the loss of jobs in 15% of the population and a 45% produc-
tivity reduction (8). In the United Kingdom, 18% of women 
report CPP and between 2% to 10% of all gynecological ap-
pointments are due to this cause (9,23).
Of the many causes of CPP, in this consensus document we 
have been focusing on PCS. In patients without any other 
apparent cause for CPP, it was con�rmed that 30% had PVI 
and 10% of dilatation of one or both ovarian veins. Back in 
2001, Soysal et al. studied women with CPP by conducting 
pelvic assessments, laparoscopies, ultrasounds and venogra-
phies. �irty-one per cent of them had PCS as the only ab-
normality while 12% showed PVI associated with another 
condition like endometriosis, pelvic in�ammatory disease, 
postoperative adhesions, and uterine disease (myoma or ad-
enomyosis) (23-25). PCS is the second leading cause of CPP 
a�er endometriosis (26).
Although CPP is a common problem in premenopausal 
multiparous women, there are several etiologies that lead 
to these clinical signs and diagnosis can be complex. Fortu-
nately, the evermore precise diagnostic tools available pro-
vide accurate information. However, in certain cases the dif-
ferential diagnosis is complex since multiple conditions can 
coexist during a woman’s reproductive age.
PCS symptoms and signs are varied and some of them are 
unspeci�c of PVI. Patients with PCS report a dull, deep, 
non-cyclical pain that is exacerbated by movements, pos-
tures, and activities that increase abdominal pressure. Pain 
can be unilateral or bilateral and it is o�en asymmetrical 
and chronic of > 6-month clinical evolution (27,28). It 
does not have an obvious source and it can be associated 
with dyspareunia (71% of the cases), dysmenorrhea (66%), 
and post-coital pain (65%). Less o�en, it can cause nausea, 
distension or abdominal cramps, rectal discomfort, dysuria 
and an increased urinary �equency. Symptoms of the neuro-
logical and psychosomatic spectrum such as reactive depres-
sion are also prevalent (24,28).
Physical �ndings suggestive of PCS include sensitivi-
ty at ovarian, uterine and cervical points that are exacerbat-
ed during bimanual uterine palpation. �e presence of ute-
ro-ovarian and pelvic varicose veins in vulva, gluteus and legs 
are characteristic signs associated with pelvic leak points, 
which will be dealing with below (9). Association with 
symptomatic hemorrhoids is common.
As we have already mentioned among the causes of CPP, 
PCS ranks second as the entity causing it. PCS can be 
due to different causes that determine PVI and, in turn, 
develop more or less signs and symptoms depending on 
the degree of dilatation and personal factors such as phys-
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ical build, activity, number of pregnancies or hormonal 
status thatcan have a negative or positive impact.
�e factors that favor the development of PCS include nor-
mal or slim body builds with a low body mass index (BMI). 
A study conducted by Labropoulos et al. categorizes patients 
into normal weight (BMI <25), overweight (BMI, 25-29.9), 
and obese (BMI > 30). It was con�rmed that most of the pa-
tients with PCS have a low BMI (24.1 kg/m2±5.6 kg/m2) 
(27). Regarding activity, those with a sedentary lifestyle or an 
increased intra-abdominal pressure are considered harmful 
(8). �e number of pregnancies also has a negative impact and 
PCS is more common and severe among multiparous wom-
en. However, nulliparous women can also develop PCS (29). 
�ere is also a correlation between vein dilatation and es-
trogen level since symptoms decrease with the arrival of the 
menopause (28).
Venous circulation patterns in PVI are closely associat-
ed with the di�erent causes of PCS (30). In primary PCSs 
due to venous wall insu�ciency, centrifugal �ow is estab-
lished (which is inversely proportional to the usual �ow). 
When the situation is perpetuated due to re�ux and vari-
cose veins, venous hypogastric and pelvic �oor collaterality 
that do not stabilize and increase over time are established.
In secondary obstructive PCSs due to MTS, NCS or IVC oc-
clusion, centripetal �ow is established and, in this case, ve-
nous collaterality tries to compensate the venous hyperten-
sion established by the stenosis or the obstruction. If pres-
sures are equalized, venous collaterality �nally stabilizes.
Concomitant PCSs due to local causes (endometriosis, tu-
mor mass, postoperative of gynecological surgeries) can 
coexist with utero-ovarian varicose veins; in these cases, 
we should see whether the PVI, the gynecological condi-
tion or both are determinant factors of the painful clini-
cal signs described.
�is venous collaterality, contained in the pelvis as pelvic 
varicose veins, will seek pelvic �oor leak points (PFL). 
�ese are preexisting anatomical connections between pel-
vis and LL through extrapelvic branches of the hypogastric 
vein that end up developing hemorrhoids, vulvar varicose 
veins, testicular varicocele in men, and LL varicose veins. 
Leak points are well-known and established by Dr. Leal 
Monedero and Dr. Zubicoa who spare the following veins 
with extrapelvic communication (see diagram below).

Vulvar varicose veinsare more common during the fifth 
month of second pregnancies. However, they often dis-
appear during the first month after delivery (31). They 
are more prevalent on the left side, but they can occur 
on both sides and in some cases the obstetrician prefers 

to perform a C-section incision since episiotomy, if re-
quired, could bleed heavily.
LL varicose veins of pelvic origin should be assessed with spe-
cial care since they do not respect the saphenous axes and 
their appearance and distribution in the LL responds to the 
above-mentioned leak points. When they appear semiologi-
cally, we should complete the diagnostic tests while suspect-
ing the presence of a possible PCS in case this was not the 
reason for the patient’s consultation. Otherwise, relapses 
and failed phlebological therapies can be a common thing 
here. Another indirect cause for patient’s consultation re-
garding PCS can precisely be LL varicose relapse. Perrin et 
al. showed PVI in 17% of 170 patients with relapse (32). An-
other study of 100 women with PVI (as seen on the venogra-
phy and con�rmed in the clinical examination in 71% of the 
cases) revealed the presence of leak points on the LL (in 58% 
of the cases). Actually, two thirds of these women showed 
varicose relapse a�er previous stripping (8,32).
Finally, obstructive PCS associate typical symptoms of ve-
nous compressions. Regarding CNS, pain on the le� side and 
macro- or micro-hematuria can occur, sometimes intermittent-
ly. For several authors, when it is present it is the ultimate indi-
cation for treatment and to abandon a conservative treatment 
stand. �e cases of MTS can present with edema associated 
with atypical le� LL varicose veins. However, let us rememeber 
that compressions on the right iliac veins are also present.

4.2.2.1 Di�erential diagnosis 
�e diagnosis of PCS is achievinga�er discarding oth-
er causes, mainly gynecological ones of CPP since these are 
common in the age group a�icting patients with PCS.
28Similarly, PCS as cause of CPP is very common and it 
represents the second etiology of CPP a�er endometrio-
sis.26 PCS is an misdiagnosedcondition, one on which 
we should use all diagnostic tools available since, in some 
cases, the PCS can be associated with other gynecological 

Figure 1. Left gonadal phlebography with the Valsalva maneuver 
showing reflux with leak (arrows) toward left round ligament vein and vul-
var veins.
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conditions and make clinical signs confusing (24,26). �at 
is why the interdisciplinary di�erential diagnosis of this con-
dition should be the rule of thumb. �e assessment of pa-
tients should include initially a thorough clinical examina-
tion with questions and physical examination oriented to 
PVI and other gynecological and non gynecological caus-
es (33-35). �is early assessment will lead to the selection 
of laboratory and invasive and non-invasive imaging tests, 
which will eventually guide the ultimate diagnosis and 
therapeutic decision-making process.
In this diagnostic stage, it should be possible to di�erentiate 
2 groups of patients:
1. Patients with typical PCS (primary or secondary) who 

o�en bene�t from TE and occasionally from PTA; it is 
possible to treat them with medication and they rare-
ly require surgery. �e management of these patients is 
done by consensus.

2. Patients with CPP and isolated signs of PCS should be 
considered with special care. It is mandatory to con�rm 
whether the main cause of CPP is not due to PCS and 
speci�c treatment should be provided for this gyneco-
logical or extra-gynecological condition.

In order to be able to achieve the di�erential diagnosis of 
PCS, the Royal College of Obstetricians and Gynaecologists 
(RCOG) (23) classi�cation of the Gynecological and Ex-
tra-gynecological causes of CPP should be cited:

Gynecological
• Endometriosis/adenomyosis.
• PCS.

• Uterine �bromas.
• Ovarian tumors.
• Pelvic in�ammatory disease.
• Postoperative or post-in�ammatory adhesions.

Extra-gynecological
• Surgeries: appendectomy, adhesions.
• Urological: interstitial cystitis, chronic urinary in�am-

mation, urolithiasis, urethral syndrome.
• Intestinal: irritable bowel syndrome, in�ammatory 

bowel disease.
• Ortho-neuro-muscular: degenerative changes, neurop-

athies, prolapse of nucleus pulposus, nerve pinching 
(pudendum).

• Psychosomatic: depression, sleep disorders, anxiety, mi-
graine with abdominal symptoms, history of sexual 
abuse.

• Neurological: scar induced nerve incarceration, chron-
ic pain in the region provided by the a�ected nerve, in 
3,7% of the cases caused by Pfannenstiel incision (23).

4.2.2.2 Clinical evaluation of the results 
 of the therapies applied

Clinical Severity Score
In the clinical assessment, it is important to know the scores 
that quantify the symptoms and signs of PCS and group the 
patients in comparable diseased groups. �is way it is fea-
sible to obtain greater accuracy regading the estimation of 
the results obtained with the therapies applied. Regarding 
clinical assessment, several authors have used indices such 

TABLE 2. PCS-CSS: The Clinical Severity Score is focused on assessing the severity of 7 symptoms (dysmenorrhea, dyspareunia, lower back pain, hypogastric heaviness, 
LL stasia, dysuria, and constipation) and 3 signs of PCS (genital varicose veins, atypical varicose veins, and hemorrhoids), and their response to the therapy administered

Symptoms Absent = 0 Mild = 1 Moderate = 2 Severe = 3
1. Dismenorrea No Painful menstruation, but 

it rarely inhibits normal 
activity, pain medication 
is rarely required.

Daily activity is a�ected. Pain medi-
cation is required. It allows everyday 
activities.

Daily activity clearly inhibited, poor res-
ponse to pain medication and frequent-
ly associated with vegetative symptoms 
(headache, fatigue, nausea, vomiting, 
diarrhea).

2. Dyspareunia (at the end of se-
xual intercourse and/or post-coital).

No 1-3/10 (VAS) 
Tolerable (regular sex life).

4-6/10 (VAS) 
Tolerable (keeps sporadic sexual re-
lations).

7-10/10 (VAS) 
Intolerable (avoids sexual intercourse).

3. Lower back pain
(trauma origin discarded; it gets 
worse with menstruation).

No 1-3/10 (VAS)
Ocasional,
no restringe la actividad y 
no requiere analgésicos.

4-6/10 (VAS)
Diariamente, limitación modera-
da de actividad, analgésicos oca-
sionales.

7-10/10 (VAS)
Diariamente, limitación severa de las ac-
tividades y requiere el uso regular de 
analgésicos

4. Lower abdomen heaviness 
(gynecologic origin discarded; it gets 
worse with menstruation).

No Occasional, does not res-
trict activity and does not 
require pain medication.

Daily, moderate limitation of activi-
ty, occasional pain medication and 
it improves with phlebotonicdrugs 

Daily, severe limitation of activities and 
requires regular use of pain medication 
and phlebotonic drugs.

5. Stasis (pain and/or heaviness as-
sociated with the LL; it gets worse 
with menstruation).

No Occasional, does not res-
trict activity and does not 
require pain medication.

Daily, moderate limitation of activi-
ty, occasional pain medication and 
it improves with phlebotonicdrugs 

Daily, severe limitation of activities and 
requires regular use of pain medication 
and phlebotonic drugs.

6. Dysuria with burning sensa-
tion and/or pollakiuria and/or 
vesical tenesmus (urological origin 
discarded; it gets worse with mens-
truation).

No Occasionally Frequently Always 

7. Chronic constipation (for at 
least 3 consecutive months, or not, 
during the previous 6 months).

No Bowel movement every 
other day.

At least three bowel movements a 
week.

Less than three bowel movements a 
week.

Signs
8. Genital varicose veins. No C1 (CEAP) C2 (CEAP) C2 (CEAP) with stasis discomfort and/or 

dyspareunia.

9. Atypical LL varicose veins. No C1 (CEAP) C2 (CEAP) C2-C3 (CEAP) and/or stasis +

10. Hemorrhoids (internal and/or 
external with or without bleeding).

No Sensation of a foreign anal 
body. (Requires anoscopy).

Prolapsed (they can be reduced ma-
nually).

Prolapsed (they CANNOT be reduced 
manually).
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as quality of life (QOL) or the visual analogue score (VAS) 
validated to be used to measure PCS (7,36). �e classi�ca-
tion of patients based on the clinical signs and pathophysi-
ology has been proposed recently (37-39), seeking to di�er-
entiate subgroups of patients with PCS and observe the re-
sponse to the therapies prescribed. To this date, a clinical se-
verity score PCS (PCS-CSS) has been presented to assess 
these patients’ pain with a score and also be able to unify cri-
teria (40) (Table 1).
Regarding this clinical severity scale (PCS-CSS), di�erent 
scores are assigned to the study patient:
• Minimum score: 0 points.
• Maximum score: 30 points.

o Absent or unlikely: 0-3 points
o Mild: 4-7 points
o Moderate: 8-15 points
o Severe: >15 points.

Several medical societies proposed years ago standard forms 
to report �ndings and results (7), and despite the import-
ant worldwide experience in the diagnosis and treatment of 
PCS, studies of high scienti�c quality are still scarce. To this 
end, important e�orts are being made, worldwide, by di�er-
ent medical societies involved in the management of PCS. 
�e International Union of Phlebology (IUP) has recently 
presented a very comprehensive consensus document on this 
regard (37) and other societies are evaluating uni�ed ways to 
study and classify patients with PCS (38,39), among them 
the American Vein and Lymphatic Society (AVLS) (37-40).

4.2.2.3  AVLS Classi�cation (40)
�is anatomo-clinico-pathophysiological classi�cation con-
siders a gradation of symptoms (S), venous signs (V), and 
damaged venous territories (P), where the latter concept is 
in turn sublcassi�ed into anatomy (A), type of hemodynam-
ic alteration (H), and etiology (E).

Symptoms: “S”
S0:  No clinical signs of venous disease. 
S1:  Renal symptoms (pain on the side, hematuria).
S2:  Chronic pelvic pain due to vein incompetence (pain, 

dyspareunia, dysuria).
S3:  Transitional symptoms (leak points: gluteal, pudendal, 

vulvar).
S4: LL symptoms:

a. Unspeci�ed symptoms (pain, edema).
b. Venous claudication.

Signs – varicose reservoirs involved: “V”
V0: No varicose veins in the imaging clinical assessment.
V1: Renal hilar varicose veins.
V2: Pelvic varicose veins.
V3: Transitional varicose veins (leak points) (included in 

CEAP).
V4: LL varicose veins (included in CEAP).

Pathophysiology: “P”
Anatomy: (A)
LRV (le� renal vein).
OV (ovarian veins:).
IV (common iliac veins; (external iliac veins;) (hypogastric 

veins;).
P (perforator pelvic veins).

Hemodynamic Anomalies: (H)
R (re�ux) – decompensated.
RC (re�ux) – compensated.
O (occlusion) – decompensated.
OC (occlusion) – compensated.

Etiology: (E)
�rombotic: due to DVT (re�ux/obstruction).
Non-thrombotic: primary re�ux or compression syndromes 
(re�ux/obstruction).
Congenital: vascular malformations; venous or mixed.

De�nitions
1. CPP: intermittent or constant pelvic pain of, at least, 

6-month evolution unrelated to menstruation or 
pregnancy.

2. Pelvic varicose veins: dilatations and tortuosities of 
periuterine veins > 5 mm in diameter.

3. Transitional varicose veins: subcutaneous dilated veins 
>3 mm in diameter due to re�ux of pelvic veins and 
their leak points.

4. Renal veins related symptoms: symptoms due to high 
blood pressure of renal veins including micro-/mac-
ro-hematuria, le� side pain or abdominal pain.

5. Venous claudication: exertional pain in the limbs o�en 
described as “painful tension” commonly on the thighs, 
but not in a single muscle group only.

In conclusion, PCS poses a diagnostic and therapeutic chal-
lenge. �erefore, integrating the knowledge of several medi-
cal specialties is required.

4.2.3 Recommendations 
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4.3  Diagnostic imaging modalities

4.3.1 Color-coded Doppler echocardiography
Authors: Luis Miguel Catalina, Carlos D´Alotto

4.3.1.1 Introduction
Inside the diagnostic algorithm of patients with CPP and/or 
suspected PCS, the color-coded Doppler echocardiography 
(CDE) is in the �rst diagnostic line. �is is mainly due to 
the fact that it is a non-invasive, low-cost imaging modality 
that provides real-time hemodynamic information and allows 
the assessment of the patient in di�erent positions (decubitus, 
standing) using provocative maneuvers (Valsalva), which in-
crease the sensitivity of this imaging modality regarding the 
detection of pelvic varicocele (1-3)
�e main objective of this segment in this consensus doc-
ument is to establish the study protocol and diagnostic ul-
trasound and Doppler criteria to identify pelvic varico-
cele and be able to select patients who will be examined us-
ing an abdominopelvic phlebography to plan endovascular 
therapeutics.

4.3.1.2 Study protocol
We believe that the study protocol should be comprehensive 
and include all the possible sectors where abdominal and 
pelvic veins can be a�ected and develop pelvic varicocele in-
cluding pelvic leaks and development of LL varicosities.4
For this reason, the study protocol has been divided into 4 
di�erent steps:
1. Assessment of compression syndromes: NCS, MTS.
2. Assessment of gonadal axes.
3. Assessment of internal iliac axes.
4. Pelvis-LL connection: Assessment of pelvic leak points.

4.3.1.3 Access routes and patient preparation:
Currently, there are 3 ultrasound-guided access routes used to 
assess PCS:
1.  Transabdominal (3-5 Mhz convex transducer). �is ac-

cess route is used to study the abdomen and the pelvis in 
the search for high (NCS) and low (MTS) compression 
syndromes, view the proximal and medial sectors of go-
nadal axes, and the iliac con�uence (external and inter-
nal iliac veins). Also, it is useful at pelvic level to obtain 
a panoramic general view of the periuterine and peri-
adnexal venous structures prior to transvaginal (TV) 
assessment.

 It allows us to examine the patient in di�erent posi-
tions (decubitus and standing) by increasing the sen-
sitivity of the Doppler study to detect vascular venous 
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compressions. If possible, the operating table should be 
in an inclined plane (about 30°) to increase the study 
sensitivity.

2.  Transvaginal (TV) (intracavitary transducer). It is 
the access route of choice to assess periuterine plexus-
es and the cervicovaginal plexus. It provides a focal-
ized visualization of them and a correct performance 
of the Valsalva maneuver looking for ref luxes. If it is 
possible to incline the operating table, we suggest do-
ing so at approximately 30° to increase the sensitivity 
of the study.

3.  Pelvic leaks (7-12 Mhz linear transducer). We use this 
access route to assess the 4 main pelvic �oor leak (PFL) 
points where the pelvic re�ux connects to the LL (in-
guinal point: I; perineal point: P; obturator point: 
O; gluteal point: G). �is study should be performed 
whenever there is clinical evidence of subdermal vari-
cosities at inguinal or vulvo-vaginal level, on the thigh 
inner and posterior side, which is known as atypical 
varicosities.

 �ere are two ways of study leak points: with the pa-
tient standing in a position similar to that used during 
the venous assessment of LL or else with the patient ly-
ing in decubitus in the lithotomy position; the latter is 
the one the authors prefer because it exposes the pel-
vic �oor much better for the evaluation of the 4 leak 
points and it is o�en a more comfortable position for 
the patient. �e drawback here is that venous re�ll 
is usually better in the standing position so when in 
doubt, the patient should be examined while stand-
ing keeping in mind that this o�en increases detection 
sensitivity since all the venous structures increase their 
caliber while standing.

Regarding the patient’s preparation for transabdominal ex-
amination, we recommend an 8-hour fasting preferably with 
an empty bladder, so it does not compress the vascular struc-
tures and alters the �ndings. �e anthropometric pro�les of 
most patients with PCS are o�en favorable for ultrasound 
examination since they usually have a low body mass index, 
which in 80% of the cases is < 25.5 �e TV access route and 
pelvic �oor assessment not used to look for leaks do not re-
quire any special preparation.

4.3.1.4 Diagnostic criteria of vascular compression 
syndromes

In every stenosis or vascular compression, whether arteri-
al or venous, vascular �ow changes occur at the compres-
sion site together with secondary changes that are distal to 
of compression site. �ese vascular �ow changes are �ndings 
we look for on the Doppler echocardiography to achieve the 
diagnosis.
�e changes that occur at the compression site are called di-
rect signs and those that are distal to the compression site are 
called indirect signs. Direct signs are o�en more sensitive and 
speci�c compared to the indirect ones since they involve di-
rect ultrasound imaging of the compression site and �ow as-
sessment at this level.

The nutcracker syndrome (6-11)

Direct signs (Figure 2):
• Aortomesenteric clamp (AMC) < 3 mm (normal: 4 mm 

to 5 mm).
• Absence of �ow in the le� renal vein (LRV) in the 

AMC.
• Diameter ratio; caliber of the LRV hilar segment/caliber 

of the AMC segment: ≥ 5.
• Velocity ratio; peak velocity at AMC/peak velocity of 

hilar segment: ≥ 5.
• AMC angle < 30º to 35°.
• Dynamic assessment while the patient remains stand-

ing or seated: in the true compression there may not be 
changes with respect to decubitus or an even greater clo-
sure of the AMC can occur with increased dilatation of 
the LRV hilar segment. In pseudo-NCS there is ofen de-
creased compression and, therefore, a reduction of the 
LRV caliber in the hilar segment.

Indirect signs (Figure 3):
• Collaterality through renal hilum and paravertebral 

veins.
• Collaterality through le� gonadal vein (derivative �ow 

type).

Figure 2. A) Cross-sectional view at normal epigastrium level showing the 
2 segments (red circles), the trajectory of the LRV where peak velocity and 
diameter are measured. AO, abdominal aorta; IVC, inferior vena cava. B) 
NCS, LRV dilatation in the hilar LRV segment and significant caliber reduc-
tion at AMC level. SMA, superior mesenteric artery. C and D) Measurements 
of velocity with spectral Doppler in the compressed (AMC) and hypoflow 
regions (hilar segment).

Figure 3. Cross-sectional view at iliac artery bifurcation level showing 
multiple left paravertebral venous structures surrounding the left primitive 
iliac artery, a finding consistent with collateral circulation (white arrows). 
Patient with NCS and MTS with secondary left iliac thrombosis.
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The May-Thurner syndrome

Direct signs (Figure 4):
• Total collapse of le� primitive iliac vein in the junction 

with the right primitive artery with absence of �ow in 
the Doppler examination.

• Diameter ratio: Caliber of segment prior to crossing/
caliber of iliac crossing: ≥ 5.

• Velocity ratio: peak velocity at iliac crossing/peak veloc-
ity at segment prior to crossing: ≥ 5.

Indirect signs (Figure 5):
• Flow asymmetry in external iliac veins (the le� external 

iliac vein loses its respiratory phasicity and spectral �at-
tening occurs).

• Flow reversal in le� internal iliac vein.
• Increased �ow in right internal iliac vein.
• Presence of le� ascending lumbar collaterals and uterine 

and cervicovaginal plexuses.

4.3.1.5 Diagnostic criteria of pelvic varicocele
�ere are 2 venous axes that can be assessed on the CDE 
that can lead to developing pelvic varicocele. �ey are the 
gonadal veins (le� and right) and the internal iliac or hypo-
gastric veins (right and le�).

Gonadal veins
�e assessment of gonadal veins begins from their proximal 
sector using a transabdominal transducer while trying to lo-
cate the ostial sector that will be found on the right side, in 
the inferior vena cava (usually between hours 9 and 11), and 
on the le� side at the middle third of the LRV level. �en, 

the gonadal veins run anteriorly and in close correlation 
with the psoas-iliac muscle, which should be our main an-
atomical reference since it can be easily identi�ed on the ul-
trasound exam (Figure 6).
We use the following reference measurements in the 
cross-sectional view of gonadal veins:
• 4 mm: normal.
• 4 mm to 6 mm: borderline.
• >6 mm: dilated.

Regardless of venous caliber, it is always important to func-
tionally assess the vein using the Valsalva maneuver to rule 
out venous re�ux; once we see it dilated on the cross-section-
al tracking, we perform a longitudinal cut of the vein and as-
sess the presence of venous re�ux using a color-coded spec-
tral Doppler echocardiography. We are interested in the 
proximal (ostial) and medial sectors of the gonadal veins via 
transabdominal access (Figure 7).
�e distal sector at pelvic level is o�en more di�cult to as-
sess via transabdominal access; gonadal veins at this lev-
el usually look plexiform with multiple connected venous 
structures, which is why we prefer to use the TV access to 
perform this assessment (Figure 8).
Venous re�ux, whether from the internal gonadal or iliac 
axes, will unload at plexoperiuterine and cervicovaginal vein 
level (Figure 8). �e de�nition of PCS consists of an increase 
in both number and caliber of intrapelvic venous structures. 
�ese are veins with a varicose, tortuous, and ectatic mor-
phology and with an ectatic slow �ow.
From this de�nition the diagnostic criteria for PCS via TVac-
cess can be established:13,14 (Figure 9):

Figure 4. Cross-sectional view at normal umbilical level showing the iliac ve-
nous con�uence and the junction between the right primitive iliac artery (RPIA) 
and the left primitive iliac vein (LPIV) one of the sites where vascular compres-
sion occurs most often in the MTS.

Figure 6. A) Cross-sectional view at left side level showing the ostium of the 
dilated right gonadal vein (white arrow) at the level of the IVC; see its relation 
to the psoas muscle (P) and the paravertebral location (VB: vertebral body). 
B) Cross-sectional view at left side level showing the dilated left gonadal vein 
(white arrow). (ao: abdominal aorta).

Figure 5. A) Cross-sectional view at umbilical level showing the right primitive 
iliac artery is observed (RPIA) and the absence of �ow in the left primitive iliac 
vein, a direct sign of MTS. B) Correlation with the CAT scan: the RPIA compresses 
the left primitive iliac vein against the vertebral body (arrows). C) Comparative 
spectral Doppler between the right external iliac vein (preserved venous phasi-
city) and D) left external iliac veins with a �attened spectral pattern with loss of 
phasicity, an indirect sign of MTS. 

Figure 7. A) Longitudinal view at the left side level showing the dilated left go-
nadal vein (white arrow) with re�ux after Valsalva maneuver; see its correla-
tion with the psoas muscle (P). B) The spectral Doppler assessment performed 
on the longitudinal view of the left gonadal vein con�rms the presence of ve-
nous re�ux..
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• Tortuous periuterine plexus veins of between 5 mm and 
6 mm caliber.

• Dilated veins of the intrauterine arcuate plexus cross-
ing the body of the uterus towards the contralateral side 
(pelvic collaterality).

• Con�rmation of > 5 dilated venous structures.
• Slow ectatic �ow (sometimes it is identi�ed as venous 

smoke or rouleaux �ow).
• Presence of re�ux a�er the Valsalva maneuver.

�e visualization of dilated periuterine venous structures bi-
laterally can occur as a sign of collaterality of an incompetent 
gonadal axis, generally the le� one, where the re�ux seeks a re-
turn pathway towards the IVC through the contralateral go-
nadal axis. Or else, it can be a sign of bilateral gonadal incom-
petence, where both axes re�ow contributing to pelvic varico-
cele. �is situation is o�en di�erentiated using the Valsalva 
maneuver where the incompetent axes will show re�ux, while 
the axis that acts as physiological return with hyper�ow of 
centripetal direction will not show re�ux a�er the same ma-
neuver. We should mention that Dr. Leal Monedero’s group 
describes 2 possible situations that can occur in the �ow of ve-
nous structures of the periuterine plexus and the gonadal axis 
in the presence of pelvic varicocele (1).
• Continuous venous �ow interrupted a�er the Valsalva 

maneuver. According to the author, this �nding is highly 
indicative of a derivative type of �ow as it occurs in vascular 
compression syndromes (NCS and MTS) (Figure 10).

• Slow or absence of �ow in pelvic varicosities showing re-
�ux a�er the Valsalva maneuver. �is is indicative of pri-
mary gonadal or iliac internal incompetence.

Internal iliac or hypogastric veins
According to the PCS study protocol, internal iliac veins 
are the most di�cult vascular structures to assess through 
CDE. �is is due to the fact that they are short veins that 
emit multiple segmental branches, they are located in the 
depth of the pelvis, they are hard to assess functionally with 
dynamic maneuvers whether transabdominal or transvagi-
nally. �ey are o�en valveless veins, unlike their segmental 
visceral or parietal branches (15). Studying the iliac con�u-
ence via transabdominal access is advised. For all this and 
contrary to what occurs with diagnostic signs in gonadal 
axes and compression syndromes, the indirect signs seen in 
the iliac axes are o�en more important than the direct signs 
when studying these veins.
Internal iliac veins have visceral (uterine, vaginal, vesical, 
rectal) branches, and parietal tributaries (gluteal, perineal, 
obturator); the latter have an extrapelvictrajectory towards 
the LL.
�e assessment protocol of internal iliac axes would be 
next.16 (Figure 11):

Figure 8. Diagram showing the most common anatomical con�guration of 
gonadal veins (12). See the plexiform feature acquired by the distal third of the 
veins keeping a close correlation with the annexes; this makes the transabdo-
minal assessment of this segment more di�cult. At this level the TV access site 
is the preferred one. In this diagram we can also note how the 2 main venous 
axes (internal gonadal and iliac) contribute to the development of pelvic vari-
cocele by dilating venous structures of the periuterine plexus. (Modi�ed from 
Intermountain Vein Center 2014).

Figure 9. A) and B). TV ultrasound of the left adnexal area (LAA) showing 
multiple dilated venous structures of the periuterine plexus. C) and D) CDE as-
sessment showing spontaneous re�ux from an incompetent left gonadal vein 
(white arrow) that increases after the Valsalva maneuver, con�rmed through 
the intense color red seen and greater re�ll of the venous structures. 

Figure 10. A) TV ultrasound showing the dilated left gonadal vein distal 
sector. B) Spectral Doppler assessment showing a continuous increased 
flow at rest. C) After the Valsalva maneuver (white arrow) the flow de-
creases significantly until it becomes interrupted, a finding that is highly 
indicative of derivative flow due to NCS-type proximal vascular compres-
sion. 
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• A�er gonadal axes have been assessed and they appear-
normal, and there are no periuterine or cervicovaginal in-
trapelvic venous dilatations but atypical varicosities in the 
LL, it is assumed that they are fed by venous pressure from 
the internal iliac and/or parietal segmental branches.

• A�er gonadal axes have been assessed and they appear 
normal, and there are no intrapelvic venous dilatations 
but atypical varicosities in the LL, it is assumed that 
they are fed by venous hypertension from the internal il-
iac and/or parietal segmental branches.

• In both cases, whenever there is clinical evidence of 
atypical varicosities in the vulvo-vaginal, perineal, glu-
teal regions the PFL points should be assessed.

From what has been explained we should mention that, in 
the TV study, the periuterine-periadnexal plexus (high plex-
us) and the cervicovaginal plexus (low plexus) should be rou-
tinely evaluated (Figure 12 A and B). �e latter is assessed by 
removing the TV transducer almost up to the vaginal introi-
tus by performing the Valsalva maneuver. In the absence of 
signi�cant periuterine plexus dilatation, but in the presence 
of low cervicovaginal plexus dilatation, it is highly indica-
tive of segmental incompetence of the internal iliac branch-
es, mainly the internal pudendal and obturator veins.

4.3.1.6 Pelvic leak points
Pelvic leak points are the connections between the intrapel-
vic venous system and LL veins. From the comparative point 
of view, they would be similar to LL perforator veins that 
connect the super�cial to the deep venous system. �ese are 
the points through which the venous hypertension originat-
ed at the pelvis seeks to unload towards the LL super�cial 
venous system.
Traditionally, 4 leak points are examined and described (Fig-
ure 13) (16,17):
• Inguinal point (Point I)
• Perineal point (Point P)
• Obturator point (Point O)
• Gluteal point (Point G)

We should mention that there are no ultrasound anatomic 
landmarks that can be used to look for them. �erefore, they 
are searched for based on the clinical examination of the 
subdermal varicose trajectories on the perineal and LL re-
gions. �ey are followed in ascending direction until the 
area where they enter the pelvis can be seen. �is is how it is 
suspected that a leak point may be involved in the origin of 
the varicose trajectory.

Figure 11. Algorithm whose relevance is seeing how there are times when 
there may not be any pelvic varicose dilatation but still presence of vein incom-
petence from the pelvis leaking into the LL through direct leaks that are seg-
mental extrapelvic branches of internal iliac veins (internal gluteal, obturator 
and pudendal) (16).

Figure 12. A) Diagram showing the periuterine-gonadal plexus or high 
plexus (brown oval) and the cervicovaginal or low plexus (red circle). IPICA, in-
ternal pudendal and inferior cervical arteries; OA, ovarian artery; SCA, superior 
cervical artery; UA, uterine artery; VA, vaginal artery.

Figura 13. A) Inferior view of pelvic �oor in supine position showing the topo-
graphic location of the 4 PFL points in each hemipelvis. B) Lateral view of the ri-
ght hemipelvis showing the trajectory of the pelvic veins and the location in the 
antero-posterior direction of the 4 leak points. Diagrams changed and taken 
from NicosLabropoulos, educational material Venous Symposium New York.
venous-symposium.com.

Figure 12. B) TV ultrasound study of the cervicovaginal plexus; the tip of the 
transducer is at vulvar level in the vaginal introitus. Right re�ux from the inter-
nal pudendal vein can be seen.
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Inguinal point (Figure 14)
It is the re-patency of the round ligament vein; varicose tra-
jectories are seen close to the pubis and groin that bring-
ing their re�ux into the aortic arch of the great saphenous 
vein or its tributaries (super�cial inguinal veins). �e vari-
cosities come from above the inguinal fold and drain into 
the LL.

Perineal point (Figure 15):
It is located on the pelvic �oor and is responsible for vul-
vo-perineal varicose trajectories towards the inner thigh; 
it is searched by moving the transducer parallel to the vul-
va. It is usually one of the most common leaks, it is associat-
ed with internal pudendal vein incompetence, a segmental 
branch of the internal iliac vein.

Obturator point (Figure 16):
The obturator point can be found underneath the ingui-
nal fold, close to the SFJ. It holds an anterior location to 
the perineal point. Ref lux comes from the obturator vein, 
which is a segmental intrapelvic branch of the internal il-
iac vein. Due to its intermediate location between the in-

guinal and the perineal points, it is responsible for vari-
cosities both at vulvo-vaginal and inner thigh level.

Gluteal point (Figure 17)
�e re�ux leaks through the superior and inferior gluteal 
veins, both extrapelvic branches of the internal iliac vein. 
Two points are described: leaks through the superior gluteal 
vein are topographically located at the middle third of the 
gluteus and leaks through the inferior gluteal vein are topo-
graphically located through the inferior gluteal fold. �e 
compromised territory is the thigh posterior side that fol-
lows the trajectory of the sciatic nerve.

4.3.1.7 Color-coded Doppler echocardiography 
 during postoperative management
Afer completing the diagnostic part (study protocol and di-
agnostic criteria for PCS), in the last section of this con-
sensus document we will be describing the utility of CDE 
during the postoperative management of patients with PCS.
Among the endovascular therapeutic possibilities used to-
day, there are 2 excellent choices available (18-20): percuta-
neous transluminal coronary angioplasty (PTA) with ve-
nous stent for the management of compression syndromes; 
and transcatheter embolization (TE) for the management 
of gonadal and internal iliac axe incompetence. In both cas-

Figure 14. A) Cross-sectional view of a patient with ascites showing the uteri-
ne and round ligaments (white arrows) that, under normal conditions, do not 
show patent vascular structures. B) Patient with leak through inguinal point 
and subdermal varicosity descending on the thigh antero-external side; the 
origin is highlighted with a red arrow above the inguinal fold, a very charac-
teristic �nding of leak through this point. C) and D: Study using a 7.5 MHz li-
near transducer at groin level where there is re�ux coming from the pelvis and 
draining into the inguinal point. In this case, it generates epifascial subdermal 
varicosities in the thigh (B) without compromising the sapheno-femoral junc-
tion (SFJ).

Figure 15. A) Diagram showing the topographic location of the perineal 
point located on the pelvic �oor at the junction of the vulva superior two thirds 
and inferior one third. B) Clinical examination showing atypical varicosities on 
the inner thigh (red circle), the usual region of in�uence of the leak through the 
perineal point. C) Study with a 7.5 MHz linear transducer parallel to the vulva 
showing vaginal air as a medial echo-refringent white line (orange arrow) and 
towards both re�ux sides through venous structures of vaginal plexus (white 
arrows). D) Pelvic leak through perineal point.

Figure 16. A) Left inner thigh varicosity in ascending direction coming from a 
leak through the obturator point. B and C) Study with a 7.5 MHz linear trans-
ducer following the varicose trajectory and seeing how it connects to the pelvis. 
See in C the characteristic shape of a “hook-like” image showed by the obtura-
tor vein leaking through this point. 

Figure 17. A) Left thigh posterior side varicosity in ascending direction co-
ming from a leak through the superior gluteal point. B) Study with a 7.5 
MHz linear transducer following the varicose trajectory showing the leak 
that, at this level, is found between the muscular masses of the gluteal 
muscles.
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es, the CDE becomes an excellent diagnostic tool for post-
operative management purposes both to detect complica-
tions and to assess therapeutic success. �e same study sys-

tematics and approaches described should be used during 
the postoperative and diagnostic stage alike to assesss the re-
sults of the di�erent endovascular and/or surgical therapies 
implemented.
�e control CDE should be performed every 6 months for 
follow-up purposes and assessment of the PTA with stent-
ing and TE (18,19).
During stent control we will be looking for (Figures 18, 19, 
20, 21, and 22):
• Patency.
• Input, in-stent, and output velocities.
• Correct positioning (migration).

Using the mixed TE technique (coils and foam) we should 
become familiar with post-embolization �ndings. �ese are 
o�en the �ndings we are talking about (Figure 23):
• Complete occlusion of the venous axis treated, whether 

gonadal, internal iliac or its segmental branches.
• Findings of small refringences (hyperechoic com-

et-tail artifact images) along the vascular axis treat-
ed correspond to the coils and the foam artifact of-
ten present at adnexal area level.

Figure 18. A) Phlebography and PTA with stenting in LRV (white arrows) in a 
patient with CNS and left gonadal TE with coils (orange arrows)..

Figure 19. A and B) Preoperative CDE showing the dilated LRV and sponta-
neous re�ux through the left gonadal vein of the derivative type (longitudi-
nal view). C) Postoperative CDE showing the stented LRV; note how the vein 
recovers its lumen at AMC segment level where it was compressed. D) Lon-
gitudinal view showing the occluded left gonadal vein over the psoas mus-
cle (P); the coil can be seen in its lumen as a hyperechoic line with refringen-
ce (orange arrow)

Figure 21. A and B) Postoperative management of a patient with MTS (Figu-
re 4). Note the stent inside the left primitive iliac vein (patent). C) Previous spec-
tral Doppler of left external iliac vein with �attened spectral pattern with loss of 
phasicity, an indirect sign of MTS. D) Spectral Doppler of left external iliac vein 
post-PTA that recovers phasicity when proximal compression is resolved.

Figure 20. A) Post-PTA phlebography of a patient with MTS and ilio-caval 
stenting (white arrows). B) and C) Postoperative echo-Dopppler, cross-sectio-
nal and longitudinal view of the stent proximal border at IVC level. D) Com-
pression (COMP) is performed con�rming partial collapse of the stentless IVC 
segment without changes in the stented segment, characteristic of the venous 
stent, where its radial strength prevents collapse thanks to the exertion of ex-
trinsic compression. E) and F) Study with a 7.5 MHz linear transducer at iliac 
vascular crossing level showing the right primitive iliac artery (white arrow) on 
the left primitive iliac vein with the stent in its lumen, patent, and with a suita-
ble caliber without any signs of compression. 
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4.3.1.8 Conclusion
Within the diagnostic algorithm of patients with CPP and 
clinical suspicion of PCS, ultrasound studies and CDE are 
among the �rst diagnostic imaging modalities of choice. Us-
ing the diagnostic criteria described, this imaging modality 
has acceptable percentages of sensitivity and speci�city that 
are o�en above 90%. �ere is no doubt that this study has 
limitations since among the PCS diagnostic studies it is the 
most operator-dependent one. �erefore, to a greater extent, 
its diagnostic performance will depend on the operator’s skill 
and training. Other limitations can be the signi�cant pres-
ence of abdominal and pelvic gas that will be limiting the vi-
sualization of vascular structures and the scarce penetration 
of ultrasound waves senn in some obese patients, but these are 
less common. We consider that the comprehensive approach is 
very important in the study of PCS. It should include a trans-
abdominal, transvaginal, and pelvic �oor approach to rule out 
leaks towards the LL. �is is how all the possible causes that 
trigger pelvic varicocele and the atypical varicosities it can 
cause on the LL can be studied comprehensively.

Authors’ note: the ultrasound images contained in this chapter 
were obtained �om patients actually. examined by the authors. 
�e diagrams shown are modi�cations made by Dr. Guillermo 
Eisele �om the references cited in each case.
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Figure 22. A) and B). Postoperative management of a patient with NCS 
and PTA with stenting on the LRV. Note its migration towards the renal hilum 
showing the LRV compression at AMC level.

Figure 23. A) Post-TE longitudinal view of left gonadal vein with refrigent 
hyperechoic line (white arrow) on the psoas muscle (P) indicative of coils in 
the occluded vein. B) Cross-sectional view with comet-tail artifact genera-
ted by the coil (white arrow). C) Transabdominal cross-sectional view with 
snowstorm artifact image on the left adnexal area (LAA) due to emboli-
zing foam in distal left periuterine and gonadal varicose veins. D) Same TV 
imaging. E) and F) Control CDE showing arterial circulation only due to oc-
clusion of the venous axes treated.

1
We hereby recommend the use of CDE as the imaging modality of choice 
for the assessment of patients with suspected PCS and in the endovascu-
lar postoperative follow-up (Evidence level B-C, Class I Recommendation).

2
We hereby recommend comprehensive studies including transabdomi-
nal and TV CDE, and pelvic leak points to study all the possible causes of 
PCS and its spread towards the LL.

3
We hereby recommend experienced, trained operators to optimize diag-
nostic sensitivity.
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4.3.2 Computed axial tomography scan 
and magnetic resonance imaging

Authors: �iago Vasconcellos, Carolina Chacon, Pamela Inés 
Causa Andrieu, Noelia Napoli

4.3.2.1 Indications 
Imaging studies have diagnostic value in patients with sus-
pected of. Not all patients with venous dilatationare symp-
tomatic,1 the history of pregnancy and vaginal delivery is 
o�en an example of this situation, that does not cause any 
symptoms or require treatment. Computed axial tomog-
raphy scan (CAT scan) and magnetic resonance imaging 
(MRI) are non-invasive imaging modalities that are used to 
identify venous dilatations, look for signs of venous re�ux 
and, eventually, determine the compromised territory and 
presence of venous compression/obstruction, diagnose vas-
cular or non-vascular conditions that cause the syndrome, 
and rule out other causes of chronic pelvic pain or establish 
di�erential diagnoses.

4.3.2.2  Technique
Both imaging modalities obtain a number of images that 
can be reconstructed in both 2D and 3D. �e CAT scan 
uses radiation (the amount of radiation used can be con-
trolled using radiation modulation techniques provided by 
state-of-the-art scanners) and IV iodinated contrast with 
potential nephrotoxic risk. �erefore, it is important to as-
sess the kidney function before performing this examina-
tion. �e MRI uses radiofrequency pulses in a given mag-
netic �eld plus IV gadolinium as contrast agent without the 
risk of allergic reaction to iodine. Eventually, the MRI can 
reveal pelvic venous dilatation with better resolution com-
pared to the CAT scan, without IV contrast, and character-
ize other causes of chronic pelvic pain (endometriosis, ade-
nomyosis, myomas). In both imaging modalities the patient 
remains in the supine position during the examination and 
the varicose veins can be less prominent.
�e study covers the abdomen (from the renal veins) and the 
pelvis in order to characterize di�erent drainage paths and 
possible compression causes.
Dynamic assessments with IV contrast are required to ob-
tain images in the arterial (to see venous re�ux and assess 
eventual vascular arterial causes) and the venous phase (ve-
nography, to measure vascular diameters, assess the venous 
territory compromised, and identify the venous vascular ob-
struction). Acquisitions in apnea without inspiration are 
advised here (to avoid changing the aortomesenteric angle, 
which could eventually alter the correct interpretation).

4.3.2.3  How to request the study
�e request these studies we should specify the type of ex-
amination, abdominal and pelvic venous angiography with IV 
contrast, the imaging modality required, whether tomogra-
phy or magnetic resonance imaging and the presumed diagno-
sis so that the radiologist can select the study protocol cor-
rectly, for example: chronic pelvic pain, suspected pelvic ve-
nous congestion. �e study of the lower limbs is associated 
with the clinical context and it is necessary to specify it in 
the medical request as an additional region to be assessed.

4.3.2.4  Results
�e magnetic resonance venography (MRV) seems to 
have good diagnostic precision compared to convention-

al selective venography, but the evidence available on this 
regard is limited are there are very few good quality stud-
ies (Evidence level II-1: controlled non-randomized clin-
ical trials), which is indicative of an 88% sensitivity rate 
and a 67% specificity rate for the identification of gonad-
al vein incompetence (2,3).
CAT scan venography does not have proper correlation 
studies with conventional venography (Evidence level 
II-3 / III: multiples series compared in time, descriptive 
studies) (3).
�e main pathophysiological mechanism of PCS is the val-
vular insu�ciency of gonadal veins, and it basically a�ects 
adult, multiparous women. �e �ndings suggestive of a di-
agnosis of  PCS in the CAT scan and the MRI are:
• Gonadal venous re�ux: visualization in the arterial phase 

of the gonadal vein.
o Grade I: le� ovarian vein opaci�cation (it does not 

reach the parauterine veins).
o Grade II: retrograde �ow advanced towards the le� 

parauterine veins.
o Grade III: retrograde �ow crosses the midline 

through the uterus towards the right parauterine 
plexus (2-5) (Figure 24).

• Gonadal veins: >8 mm in diameter (6-9). They are 
measured using IV contrast in the venous phase, 
where the vascular diameter is more visible. We sug-
gest taking the transversal diameter on the coronal 
plane (Figure 25).

• Parauterine veins: 4 or more tortuous homolateral veins 
with one of them > 5 mm (6-9) (Figure 25).

We suggest considering and assessing the presence of periva-
ginal, periurethral, presacral, venous plexus dilatation, 
drainage towards the hypogastric territory, and venous leak 
point assessment.
Rare pathophysiological mechanisms associated with ex-
trinsic venous compressions affect a generally younger, 
nulliparous population, and they can be suitably assessed 

Figure 24. Grades ofgonadal vein re�ux. A) Grade I: left ovarian vein opaci�-
cation. B) Grade II: retrograde �ow advanced towards the left parauterine veins. 
C) Grade III: retrograde �ow crosses the midline through the uterus towards the 
right parauterine plexus. 

Figure 25. Pelvic congestion syndrome. A) 3D reconstruction, abdominal and 
pelvic coronary computed tomography angiography (CCTA), re�ux of contrast 
material towards the left gonadal vein crossing the midline through the pe-
riuterine venous plexus until reaching the right gonadal vein. B) and C) Two 
examples of periuterine venous plexus dilatation.
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using these imaging modalities, such as the nutcracker 
syndrome (Figure 26), where there is left renal vein com-
pression between the aorta and the superior mesenteric 
artery; we should see whether there is a reducedaortomes-
enteric angle (normal >25°) and aortomesenteric distance 
(normal >10 mm).
In the May-�urner syndrome (Figure 27) we �nd the le� 
primitive iliac vein compression exerted by the right prim-
itive iliac artery; other compression causes can be associ-
ated with a large uterus (due to the presence of myomas or 
adenomyosis).
�e following is a list of the aspects that we should study in 
the images of patients wuth suspected PCS (8)

In the abdomen:
• Le� renal vein (LRV): the nutcracker syndrome.
• Le� primitive iliac vein: the May-�urner syndrome.
• Gonadal veins: normal anatomy (right gonadal vein 

draining into the IVC and le� gonadal vein draining 
into the LRV). Diameter >8 mm. Retrograde �ow.

In the pelvis:
• Pelvic varicose veins: tortuosity/dilatation (diameter >5 

mm)/amount.
• Involvement of internal iliac veins.
• Varicose veins of atypical location (examine the leak 

points: inguinal, gluteal, obturator, etc., and their asso-
ciation with pelvic varicose veins and PCS).

During imaging monitorization that follows the endovascu-
lar treatment (Figure 28) it is particularly adviseable to as-
sess the clinical signs and identify the possible redistribution 
of venous drainage into other territories (eg, the hypogastric 
region). Both imaging modalities are useful for monitoring 
purposes, there may be an artifact associated with the embo-
lization material when using MRI images.

4.3.2.5 Summary
Imaging studies have diagnostic value in patients with sus-
pected PCS. Both imaging modalities, the CAT scan and 
the MRI, complement the Doppler echocardiography (the 
modality of choice) and have the proper diagnostic preci-
sion to be able to diagnose PCS; the latter recommenda-
tion has a II-1 level of evidence for the MRI (controlled 
non-randomized clinical trials in association with the con-
ventional selective venography) and a II-3/III level of evi-
dence for the CAT scan (multiple series compared across 
time, descriptive studies). Both imaging modalities are ad-
equate for monitoring purposes of the therapy adminis-
tered; also, the MRI is a useful imaging modality to diag-
nose other causes of non-chronic pelvic pain (eg, endome-
triosis, adenomyosis, myomas). Finally, we always recom-
mend examining the patient’s clinical signs and working 
together with the physician who requested the study for a 
correct interpretation of the imaging modality at stake.

4.3.2.6 Recommendations (10)
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Figure 26. Nutcracker Syndrome. Left renal vein (arrows in images A) to D) 
compressed between the aorta and the superior mesenteric artery as seen on 
the tomography with IV contrast in abdomen and pelvis. A) and C) MIP recons-
truction. B) and D) 3D reconstruction. E) Dilatated periuterine venous plexus 
(arrows).

Figure 27. May Thurner syndrome. Tomography with IV contrast of abdo-
men and pelvis. A) and B) Left primitive iliac vein compression between the ri-
ght primitive iliac artery and the spine. C) Bilateral inguinal point of pelvic ve-
nous leak.

Figure 28. Pelvic congestionsyndrome. Pre-embolization: parauterine veins 
dilatation as seen on the MRI. A) Dilatated left gonadal vein as seen on the an-
gio-MRI (B) and CCTA (C). Post-embolization: reduction in the number and ca-
liber of parauterine veins (D) and absent left gonadal as seen on the CCTA (E), 
embolization material as seeon the CAT scan (F).

1

To complement the early CDE study, we recommend using the MRI and 
the CAT scan for the diagnosis of suspected PCS, monitori the PCS thera-
py administered, and for the di�erential diagnosis of CPP. Level of Eviden-
ce B. Class I recommendation.
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4.3.3 Dynamic gonadal and iliac phlebography
Authors: Damián Simonelli, and Guillermo Eisele

4.3.3.1 Introduction
The pelvic congestion syndrome (PCS) is part of 
an even greater syndrome called chronic pelvic pain 
(CPP) described by Richet back for the first time back 
in 1857 (1).
Although the progress made in non-invasive diagnos-
tic imaging modalities (CDE, CAT scan, and MRI) fa-
cilitates the diagnosis of PCS with satisfactory sensitivity 
and speci�city rates, the gonadal and iliac dynamic phle-
bography (GIDP) is still considered essential for the diag-
nostic stage in the presence of inconclusive �ndings of the 
non-invasive diagnosis of PCS and in the assessment prior 
to endovascular treatment.
Technical aspects will be detailed in this chapter as well 
as the importance of GIDP in the venous catheterization 
of PCS.

4.3.3.2 Anatomy
Pelvic organs drain into their venous f low both to right 
and left through the large internal left and right iliac 
veins.
�ese veins meet in the pelvic wall with the external ili-
ac vein, continuation of the femoral vein, making up the 
primitive (right and le�) iliac vein; the convergence of 
these primitive iliac veins at the level of the right anterolat-
eral side of the body of the ��h lumbar vertebra make up 
the beginning of the inferior vena cava (IVC).
Another drainage path of venous �ow is both gonadal 
veins which, by deriving the blood �ow coming from the 
ovaries and the homolateral Fallopian tube, ascend parallel 
to the spine to drain directly into the IVC from the right 
gonadal vein and into the le� renal vein (LRV) in the case 
of the homolateral gonadal vein.
Didactically speaking, if we divide pelvic veins into 
2 groups, on the one hand we will �nd veins running 
through the pelvic wall. On the other hand, we will �nd 
veins comings from the pelvic organs, called parietal and 
visceral, respectively. Among the parietal veins we can 
identify the gluteal, sciatic, pudendal, obturator, and later-
al sacral veins. �e �rst 4 branches mentioned have a high 
capacity of showing anastomosis with LL veins. �ere-
fore, they are indicative points of probable �ow reversal for 
the out�ow of venous content from the pelvis called pel-
vic leaks.
In the case of gluteal veins, anastomoses will occur on the 
gluteus medius and gluteus maximus inferior lines and 
edges, and they will be noticeable on the thigh posterior 
side. Obturator veins can anastomize with the inner thigh 
branches. Internal pudendal veins can anastomize with the 
external pudendal veins through perivulvar and sciatic ve-
nous branches with deep femoral vein perforator branches 
in the LL thighs (2,3).
On the other hand, lateral sacral veins can o�en show an 
important number of anastomoses with contralateral lat-
eral sacral veins, which is why this is a very e�ective path 
to derive �ow from le� to right or vice versa. Congenital-
ly speaking, unlike gonadal and iliac veins, sacral veins are 
valveless.
Perivesical plexus is among the visceral veins, which in its 
lateral portion drains into the vesico-prostatic plexus and 

it can also drain through numerous branches of the inter-
nal iliac vein (4).
�e medial hemorrhoidal veins run along the sides of the rec-
tum making up a plexus that ends in 1 or 2 bundles that 
eventually drain into the internal iliac vein. �ey run across 
the sacro-lateral ligaments, contrary to the superior hemor-
rhoidal veins (branches of the portal system).
Vaginal and uterine veins drain into the internal iliac 
vein through bundles located at the wide ligament (5) 
(Graphic 1).
We can have a single (in 50% of the patients) or a duplicated 
internal iliac vein or it can have a venous plexus presentation 
(6). According to Champaneria, the incidence rate of inter-
nal iliac vein duplication or its plexus presentation is 30% 
(7). In a study of 42 cadavers, Le Page determined that the 
internal iliac vein was present as a single trunk in 73% of the 
cases, and as 2 trunks in 27%. Another interesting fact re-
vealed by this study is the presence of valves in the external 
iliac vein in 26% of the cases, and the presence of valves in 
this vein was 3 times more common on the right compared 
to the le� side (4).
�e main venous trunks and their ostia are subject to multi-
ple anatomical presentations that vary regarding their loca-
tion, duplication, etc. (Figures 29 and 30).
All of these are valved veins, except for the diseased ones 
that generate leak points and presacral plexus.

4.3.3.3 Gonadal and iliac dynamic phlebography

Overview
GIDP is the most sensitive and speci�c diagnostic imaging 
modality (80% to 100%) and it is considered the gold stan-
dard in the diagnostic tests of PCS.8-10 �is minimally in-
vasive study provides a highly precise dynamic venous assess-

Figure 29. Left iliac vein anatomical variants. Double left iliac vein. 
Courtesy of Dr. Zubicoa Ezpeleta and Dr. Gallo González. Ruber Interna-
tional Hospital (Madrid, Spain).

Figure 30.  Left iliac vein anatomical variants. Courtesy of Dr. Zubicoa 
Ezpeleta and Dr. Gallo González. Ruber International Hospital (Madrid, 
Spain).
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ment, con�rms the presence of obstructive lesions, and fa-
cilitates the endovascular therapeutics guidance. During 
the same procedure it is possible to perform both the di-
agnosis and the therapeutics. With a sensitivity similar to 
transvaginal (TV) CDE, it provides a graphic representa-
tion of the a�uent and e�uent varicose trajectories. To 
a large extent pelvic phlebography is based on perform-
ing the technique correctly: it is necessary to attemptvery 
distal catheterizations in the internal iliac veins tributary 
branches and inject the contrast agent while using the Val-
salva maneuver to properly visualize the pelvic leaks.
Both the CCTA (coronary computed tomography angiog-
raphy) and the angio-MRI are highly sensitive and specif-
ic imaging modalities to study PCS and compression and/
or occlusive syndromes. Still, they need accurate measure-
ments of venous times in the contrasted series and avoid ar-
tifacts that can degrade the diagnostic quality signi�cant-
ly. However, it does not quite work like this inleak point 
or re�ux assessmentswherethe selective and distal GIDP is 
obviously more e�ective.
�e invasive character of GIDP as a diagnostic imaging 
modality is justi�ed by the fact that within the same pro-
cedure it is possible to continue with the endovascular 
treatment.

Technique
Before performing a GlPD, the operator should already 
be familiar with the patient’s clinical signs and findings 
obtained from non-invasive studies.
This study can be performed outpatiently under local an-
esthesia or, if required, adjuvant neuroleptoanalgesia. We 
should remember that, for a proper dynamic phlebogra-
phy assessment, the patient should cooperate and remain 
lucid. In addition to the informed consent, we teach pa-
tients to perform the maneuvers of deep inspiration accu-
rately (Valsalva and apnea). General anesthesia is excep-
tional and spared for certain clinical or mood conditions 
of the patient.
The GIDP prior assessment includes lab tests withcoagu-
logram and kidney function tests since the average iodin-
ated contrast volume injected is 120 ml.
With the patient in the dorsal decubitus position and 
after the administration of proper antiseptics, venous 
access is often obtained through an ultrasound-guid-

ed puncture or with anatomical landmarks by insert-
ing a 5-Fr-or-6-Fr vascular guidewire using the Selding-
er technique.
Vascular access can be obtained via femoral or internal jug-
ular access route, although jugular and/or brachial access-
es are more comfortable and easier to perform regarding the 
study of both sides of the pelvis (Figure 31).
Access via jugular vein makes it di�cult to use the radiation 
protection screen (Figure 31) and, statistically speaking, it is 
associated withmore complications (pneumothorax, inad-
vertent puncture of the carotid artery).
In most cases some authors o�en use the arm basilic vein. 
Also, we always shave and administer antiseptics on the 
right groin in case right femoral vein access is required when 
the retroaortic access has gone unnoticed on previous tests 
or when the right gonadal vein catheterization is impossible 
from the superior vena cava. Occasionally, it is more acces-
sible via femoral vein for catheterization purposes with the 
Simmons 1 catheter using a distal microcatheter to adminis-
ter microcoils therapy or see the right gonadal vein ostium. 
Also, a multipurpose catheter from the brachial vein is o�en 
use for catheterization purposes.
A�er vascular access is obtained, the purpose of the study is 
to obtain dynamic images of the 4 main venous axes of pel-
vic drainage.
In the early studies of hypogastric veins and their eventu-
al leaks it would not be necessary to use a vesical probe; on 
the contrary, if the diagnostic study starts with gonadal and 
LRV assessment or diagnosis and endovascular treatmen-
tare anticipated within the same procedure, vesical probing-
should come before the GIDP (11,12).
The GIDP protocol of some authors consists of studying 
the left renal vein and the left iliac vein to rule out any 
possible compression syndromes. Then, move on to study 
the right gonadal vein because its access is more compli-
cated. Afterwards, the left gonadal vein should be stud-
ied since the LRV has already given us an idea of the mor-
phology that we will eventually find. Lastly, we should 
study the internal iliac veins to see any possible ref lux-
es (13). Vesical probing is recommended since diagnostic 
procedures are always complemented by a TE therapeu-
tic procedure.
If the catheterization of the right gonadal vein with the 
multipurpose catheter is not possible, we should move on 

Graphic 1. Venous anatomy of the pelvis. Adapted from: David Kachlik et al. The 
Venous System of the pelvis: New Nomenclature. Phlebology 2010;25:162- 73.

Figure 31. Vascular radiology ward. Access through thearm basilic vein faci-
litates the use of radiation protection screen. Courtesy of Dr. Zubicoa Ezpeleta 
and Dr. Gallo González. Ruber International Hospital (Madrid, Spain).
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with the next step in the work protocol, thus studying 
the remaining veins. Once the study has been completed, 
the catheter should be changed to access the right gonad-
al vein.
Using a 5-Fr 100 cm or 125 cm-long vascular preformed 
multipurpose catheter with distal ori�ce (Figure 32) and 
under the protection of a Terumo hydrophilic guidewire 
(curved tip, 0.035 in, 150 cm-to-180 cm long) (Figure 33), 
the goal was to catheterize and draw a sketch of both renal 
veins, the gonadal veins, the primitive and hypogastric ili-
ac veins, the femoral veins, and their most signi�cant bun-
dles. With the current material, it is not usually necessary 
to use long introducer sheaths.
Contrast injections are performed manually with 10 
mL-syringes using pure idonated contrast or at 20% 
dilution.
Ideally, the best thing to do is to use low radioscopic doses 
and radioscopic registers to reduce secondary radiation. A 
full study should not exceed 50 mGy.
For the registration of series in digital substraction, ca-
dence does not require more than 2 images per second. 
Ideally, the panoramic fields also minimize the need for 
multiple focal registrations of small fields. To improvethe 
quality of the images, compression syndromes are studied 
in apnea to obtain more precise assessments of the com-
pression notches and the collateral circulation.
Left renal phlebography has 2 different purposes: to as-
sess renal vein stenosis and the presence of venous ref lux 
towards the homolateral gonadal vein. Its other objective 

is to assess the possible presence of other collateral bran-
ches that may develop in compression syndromes (peri-
renal, paralumbar, paravertebral, and pararenal) (Figu-
re 34).
We shall begin by positioning the catheter in the LRV 
trunk and performing a renal phlebography with and wi-
thout the Valsalva maneuver (6) (Figure 35).
In the cases of NCS, stenosis of the LRV trunk can be 
confirmed (6). Afterwards, the hemodynamic study will 
be completed with the measurement of venous pressures 
through the stenosis, first looking into proving the exis-
tence of a pressure gradient >3 mmHg according to Grei-
ner (6) or else ≥5 mmHg according to Monedero (13) be-
tween the proximal and distal portions to the stenosis.
Pressure should always be measured (Figure 36), not 
only in case of NCS.
Secondly, we will try to catheterize the compression of 
the LRV. The most common one is to reduce the aorto-
mesenteric clamp (AMC) angle. However, the retroaortic 
renal vein runs behind the aorta in its way towards the 
IVC, which also generates anterior compression (much 
less common); the third option is to have a circumaortic 
renal vein to reduce the caliber in the anterior and poste-
rior passage towards the aorta (even less common).

Figure 32. 5-Fr 125 cm long multipurpose catheter. Courtesy of Dr. Zu-
bicoa Ezpeleta and Dr. Gallo González. Ruber International Hospital 
(Madrid, Spain).

Figure 33. 0.035 in 150-180 cm-long Terumo hydrophilic guidewire with cur-
ved tip. Courtesy of Dr. Zubicoa Ezpeleta and Dr. Gallo González. Ruber Interna-
tional Hospital (Madrid, Spain).

Figure 34. LRV phlebography showing NCS with paravertebral and paralum-
bar collaterality and possible double LRV. Courtesy of Dr. Zubicoa zpeleta and 
Dr. Gallo González. Ruber International Hospital (Madrid, Spain).

Figure 35. Left renal phlebography with spontaneous re�ux towards left go-
nadal vein.
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�ese anatomical variants open the possibility of compres-
sing the LRV in the aortomesenteric space or between the 
spine and the abdominal aorta, thus causing syndromes 
(NCS) with a lower back pain component, possible hema-
turia, and syndromes derived from venous collateral cir-
culation while trying to decompress renal venous draina-
ge, which can originate PCS or le� testicle varicocele when 
�ow is diverted by the gonadal vein through re�ux with �ow 
reversal.
�e gonadal vein develops PCS usually in thin women who 
could even be nulliparous. As a matter of fact, in these ca-
ses, we can see how the right gonadal vein has a normal mor-
phology as opposed to the le� one that appears clearly dila-
ted and valveless.
�e right renal vein o�en has a shorter trajectory and is 
also more angled with compared to the vena cava. Its pos-
sible variants do not have so much repercussion regarding 
pelvic venous conditions. Although, at times, we can say 
that the right gonadal vein drains directly into the renal 
one, some other times the gonadal branch drains into the 
renal vein, o�en accessory, of smaller caliber, thus commu-

nicating directly with the gonadal vein. Also, there are ti-
mes that the right gonadal vein drains into the angle for-
med between the right renal vein and the inferior vena 
cava (Figures 37, 38, and 39).
Another aspect that should be characterized during renal 
phlebography is the presence of stenosis-related thrombosis 
and/or myo�brotic bands due to the myointimal aggression 
generated in the venous wall by the superior mesenteric ar-
tery arterial beat.
Performing a LRV phlebography with the Valsalva maneu-
ver also gives us the possibility to diagnose le� gonadal vein 
re�ux. Although with this maneuver its presence is a conclu-
sive sign of gonadal vein incompetence, its absence does not 
rule out the diagnosis. �e explanation is that the GIDP is 
usually performed in the decubitus position since very few 

Figure 36. Pressure monitor. Courtesy of Dr. ZubicoaEzpeleta and Dr. Gallo 
González. Ruber International Hospital (Madrid, Spain).

Figure 37. Phlebography showing a LRV anatomical variant (double renal 
vein). Courtesy of Dr. Zubicoa Ezpeleta Dr. Gallo González. Ruber International 
Hospital (Madrid, Spain).

Figure 38. Left renal phlebography showing a renal vein anatomical variant 
(atypical renal vein). Courtesy of Dr. Zubicoa Ezpeleta and Dr. Gallo González. 
Ruber International Hospital (Madrid, Spain).

Figure 39. Right gonadal vein phlebography. Anatomical variant, entrance in 
right renal vein. Courtesy of Dr. Zubicoa Ezpeleta Dr. Gallo González. Ruber In-
ternational Hospital (Madrid, Spain).
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radiology machines at the cath lab have remote control ta-
bles capable of achieving the supine position. We do not 
know of any publications that show better sensitivity or spe-
ci�city rates compared to phlebography in the supine posi-
tion (Figure 40).
Le� gonadal phlebography should be completed with its se-
lective catheterization and opaci�cation in order to speci�-
cally look for the following data:
• Diameter of the gonadal vein. Most authors estimate that 

a diameter of up to 5 mm is normal: mild incompeten-
ce (between 5 mm and 8 mm); major incompetence (be-
tween 8 mm and 10 mm); and severe incompetence with 
diameters >10 mm. Still, we should mention that the as-
sociation between the diameter of the gonadal vein and 
the presence of re�ux is not always so linear, as Dos Santos 
con�rmed in his study conducted back in 2014 (14).

• Development of high paravertebral collaterals diverting re-
nal �ow towards the paravertebral plexus. �is can be con-
sidered an indirect sign of misdiagnosed LRV stenosis or 
thrombosis. Still, the LRV thrombosis associated with 
the NCS is rare.

• Number and height of bifurcations. �e gonadal vein 
commonly undergoes divisions at di�erent heights that 
should be known on the GIDP since this can lead to re-
lapses in all of its branches if not properly embolized (6).

• Presence of contrast retained for 30 seconds a�er the injec-
tion of contrast, which is strongly indicative of the pre-
sence of gonadal re�ux and stasis.

• Flow reversal: the GIDP allows us to con�rm incompe-
tent gonadal drainage both spontaneously and thanks 
to the Valsalva maneuver. �is incompetence can be so 
signi�cant that it determines le� gonadal �ow diversion 

Figure 40. LRV phlebography performed in a digital remote control with pos-
sibility of maneuvering while in the standing position. Courtesy of Dr. Zubicoa 
Ezpeleta and Dr. Gallo González. Ruber International Hospital (Madrid, Spain).

Figura 41. Development of collateral perivertebral veins of left gona-
dal vein.

Figure 42. 30-second contrast retention in left gonadal vein after the injec-
tion of contrast (*).

Figura 43. Pelvic �ow diversion towards the contralateral side.
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towards the contralateral side through the pelvic veins 
(lateral sacral) or towards the internal contra- or homo-
lateral iliac vein. (Figures 41, 42, and 43).

Right gonadal phlebography looks for the same �ndings as 
it happens with the le� side. However, we should mention 
that, if not dilated, its selective catheterization can be more 
di�cult compared to the le� side.
Iliac phlebography consists of catheterizing both the iliac 
and femoral veins by performing bilateral ascending phlebo-
gra�es with and without the Valsalva maneuver (Figures 44, 
45, and 46).
�e study of the le� iliac vein is o�en performed by injecting 
contrast into the external iliac vein proximal to the common 
femoral vein to obtain an ascending phlebography while in 
apnea and analyze the possibilities of compression syndro-

mes, May-�urner Syndrome (MTS) or other abnormalities. 
A�erwards, a selective study of both internal iliac veins and 
their anatomical variants is conducted with the C-arm in 
counterclockwise rotation (25º) and using the Valsalva ma-
neuver to assess the possibilities of re�ux or leak through the 
tributary veins.
In their origin the internal iliac veins are valveless and, as 
we have already said, so are the presacral veins. We do �nd 
valves in the internal iliac vein tributary branches except for 
those with incompetence consistent with pelvic leaks. In our 
work methodology we always perform a proximal injection 
that works as a general map for the selective distal catheteri-
zation of incompetent veins (Figure 47).
It is adviseable to start on the left side since the disea-
se is more prevalent here. In these GIDPs we will try to 
rule out:

Figure 44. May-Thurner Syndrome: compression of the arterial segment on 
the left primitive iliac vein (white arrow).

Figure 45. Left hypogastric vein incompetence (*).

Figure 46. Right inferior gluteal vein incompetence, sciatic varicose veins (*), 
and super�cial venous system varicose veins.

Figure 47. Left iliac vein phlebography showing the typical valveless condi-
tion of the left internal iliac vein. Courtesy of Dr. Zubicoa Ezpeleta and Dr. Gallo 
González. Ruber International Hospital (Madrid, Spain).
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A. Signi�cant stenosis of the primitive iliac vein. In case of 
MTS, the disease is signi�cantly more prevalent on the 
le� side and the stenosis corresponds to the primitive iliac 
artery crossing on the le� primitive iliac vein trunk ante-
rior side. Iliac venous thrombosis can be associated. �e 
development of collaterals is also feasible (in general they 
are ilio-lumbar, ascending lumbar, and perivertebral).

 According to Neglen, there is not such a thing as a stan-
dard pattern to determine the signi�cance of a MTS ve-
nous obstruction, and athough small transtenotic pres-
sure gradient di�erences (from 2 mmHg to 5 mmHg) 
can be hemodynamically signi�cant, normal gradient 
measurements do not rule out the presence of critical ve-
nous obstruction. �erefore, the measurement of trans-
tenotic pressures should be taken into consideration to-
gether with phlebographic, CDE, CAT scan, MRI ima-
ges, and clinical signs. Arbitrarily, the intravascular ul-
trasound (IVUS) is capable of showing superior iliac 
vein stenoses > 50%. It may very well be the most precise 
imaging modality to de�ne signi�cant stenosis eligible 
for treatment with angioplasty and stent therapy (15).

 We were able to con�rm that thrombosis associated 
with the iliac stenosis of the MTS ampli�es the existing 
obstructive symptoms. In cases of right MTS, the right 
primitive iliac vein is the compressed vein, and stenosis 
is o�en more longitudinal (not so cross-sectional) and it 
can expand quite a few centimeters from the proximity 
of the iliac con�uent to the caudal. When the arteries 
are more elongated, we may �nd compressions on the ri-
ght side too. We believe that there is MTS when the ri-
ght iliac artery compresses the le� iliac vein.

B. �e GIDP of the MTS can also show membranes of 
myointimal hyperplasia caused by the vascular dama-
ge due to the arterial beat on the venous wall in the form 
of longitudinal negative images (without �ow) of di�e-

rent lengths and without a precise distribution pattern. 
�ey are also called central synechiae, �brous adhesions 
between the venous walls. When treatment is performed, 
the vein hourglass morphology can be seen directly when 
balloon dilatation is performed. In the presence of throm-
bosis, manipulation can be risky (Figures 48 and 49).

 �ese synechiae are o�en associated with occlusive 
thromboses already diagnosed on the CDE, CAT scan 
or MRI (Figure 50).

 �ere are times that the primitive iliac vein catheteriza-
tion via jugulo-brachial access may become di�cult. If so, 
this should inform us of the presence of severe stenosis that 
should eventually be studied from the corresponding LL.

C. Also, we should not rule out the possibility that a steno-
sis, thrombosis or anomaly reported on the IVC di�-
cults the iliac veins catheterization. In general, in these ca-
ses, non-invasive diagnostic studies usually inform us on 
this situation, meaning that the patient should be studied 
from the LL.

D. Stenoses following extrinsic, asymmetrical and non-cir-
cumferential compressions with smooth edges and obtuse 
angles can be due to adenopathies. �ey should be distin-
guished from tissue invasion/in�ltration of the venous wall 
as stenoses show irregular surfaces, acute or variable angles, 
and heterogeneous images. As in the previous point made, 
the patients’ clinical data and non-invasive studies should 
inform us on this diagnostic possibility.

E. It is important to con�rm the presence of venous re-
�ux towards the pelvis through the internal iliac veins, 
which can be the case because 80% of them are valveless. 
Unlike their tributary branches, internal iliac (and pres-
acral) vein ostia are valveless.

Figure 48. Left iliac vein phlebography showing a central synechia associated 
with MTS. Courtesy of Dr. Zubicoa Ezpeleta and Dr. Gallo González. Ruber Inter-
national Hospital (Madrid, Spain).

Figura 49.  In-stent left iliac vein dilatation with balloon showing a somehow 
hourglass vein morphology created by central synechia, and venous walls �-
brous adhesions. Courtesy of Dr. Zubicoa Ezpeleta and Dr. Gallo González. Ru-
ber International Hospital (Madrid, Spain).
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F. Also, we should con�rm whether there is �ow diversion 
towards the contralateral side through di�erent pel-
vic plexuses and whether a�er contrast injection some 
contrast remain for over 30 seconds in the pelvic veins 
(unequivocal sign of PCS). If so, this would be associa-
ted with postural mechanisms.

The last stage of the GIDP consists of the phlebography 
of both internal iliac veins and their branches. This 
part of the study is usually time-consuming, requires tra-
ining, and the proper anatomical knowledge. In order to 
optimize the time that it takes to perform the study, the 
use of iodinated contrast and radiation exposure should 
be minimized, and the targets of this study should be 
crystal clear. Dr Zubicoa Ezpeleta’s study protocol inclu-
des the assessment of the possible compression syndro-
mes first. Afterwards, the study of gonadal veins, and fi-
nally the internal iliac veins selective catheterization.
Clinical assessments and non-invasive studies should have 
already informed us on the presence of pelvic, vulvar, glu-
teal and/or LL varicose veins and suspect the presence of 
pelvic venous leak points (see section on anatomy). At this 
point, we should diagnose suprapelvic obstructive causes 
(NCS, MTS, thrombosis, hypoplasia, extrinsic compres-
sion of both the iliac vessels and the IVC), venous incom-
petence and re�ux at both gonadal and iliac levels.
Uterine veins and internal iliac vein branches can also be in-
volved in the development of periuterine varicose veins of 
the PCS. �erefore, in the study of internal iliac veins, ad-
ded to the possible existence of leaks, we should rule out the 
presence of uterine branch incompetence and perform a TE 
procedure on this branch, when applicable (Figure 23).
In conclusion, the GIDP performed on internal iliac veins 
and their branches should inform on the following �ndings:

• Presence of incompetent pelvic varicose veins in uterine 
veins and internal iliac vein branches (internal puden-
dal, obturator, etc.).

• Diagnose hypogastric vein anomalies (duplications, 
and/or anomalous drainages or trajectories).

• Map and quantify the signi�cance of major venous leaks 
into the homo- or contralateral LL and establish which 
will eventually require endovascular treatment (Figure 
24).

Although the multipurpose catheter facilitates the acquisi-
tion of highly precise images of the leaks without having to 
use balloon catheters, it can be useful to use high-�ow cathe-
ters or perform injections with balloon catheters that will 
partially occlude the internal iliac vein lumen facilitating 
the detection of venous leaks.
�e main PFL points that should be studied are the supe-
rior and inferior pudendal, gluteal, obturator, and round 
ligament veins. �e round ligament vein is a gonadal 
vein branch, unlike the others, that are internal iliac vein 
branches.
�e systematic study of these pelvic veins and their annexes 
will be crucial to con�rm or rule out diagnoses and make 
the corresponding therapeutic decisions. It is important 
to take into account that the information provided by the 
GIDP cannot be isolated from the patient’s clinical signs. 
Otherwise, it will just be an image and the results will not 
be the expected ones.

Results
Several studies have established the phlebographic �ndings 
that de�ne patients with PCS and PVI based on morpho-
logical and hemodynamic parameters. Still, their scienti�c 

Figure 50. Di�culty trying to catheterize the left iliac vein due to occlusive 
thrombosis. Use of Simmons 1 catheter from the right femoral vein. Courtesy 
of Dr. Zubicoa Ezpeleta and Dr. Gallo González. International Ruber Hospital 
(Madrid, Spain).

Figure 51. Uterine vein catheterization, a branch of the internal iliac vein. Em-
bolization treatment. Courtesy of Dr. Zubicoa Ezpeleta and Dr. Gallo González. 
Ruber International Hospital (Madrid, Spain).

Figure 52. A) Left gonadal venous �ow diversion towards the contralateral 
side. B) Presence of signi�cant left suprapubic vein (white arrow).
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quality is not good enough to con�rm the sensitivity and 
speci�city rates of GIDP. �ese �ndings are:
• Gonadal vein/s incompetence and dilatation.
• Utero-ovarian plexus varicose veins.
• Prolonged retention of contrast in the gonadal vein/s 

and the utero-ovarian plexus.
• Re�ux from the utero-ovarian varicose veins towards 

the hypogastric and/or gonadal contralateral drainage.
• Re�ux towards vulvo-vaginal varicose veins and/or LL 

varicose veins (16-18).

Back in 1984, Beard was the �rst one to describe a diagnos-
tic score using pelvic phlebography via transuterine punctu-
re by comparing patients with PCS symptoms to case-con-
trol studies whose �ndings had been extrapolated to the 
GIDP (9,12). �is imaging modality has been totally aban-
doned today because it does not allow us to perform TE pro-
cedures when incompetence has been con�rmed.
�e 3 phlebographic criteria with which this score is used are:
• Larger diameter of the ovarian vein (<5 mm; 5 mm to 8 

mm; or >8 mm).
• Delayed contrast washout times in the ovarian vein (to 

0 s, 20 s, and 40 s).
• Signi�cance of utero-ovarian varices (normal, moderate 

or severe).

Each criterion measures a severity level that goes from 1 to 3, 
and the sum of 5 or more points in the score is indicative of 
the presence of PCS with a 91% and 89% sensitivity and spe-
ci�city rates, respectively (10-12).
In his systematic review, Champaneria assigns scores ≥5, 
and odds ratio = 31 to the GIDP (7).
�erefore, it seems clear that the GIDP plays a key role in 3 
di�erent situations to achieve a de�nitive diagnosis of PCS:
• When �ndings from non-invasive studies are inconclusive.
• When it is necessary to con�rm the �ndings from 

non-invasive studies.
• When endovascular treatment has been proposed as a 

possible alternative (1).

For these reasons, and despite these limitations, the GIDP is 
still considered the gold standard (17) imaging modality for 
the diagnosis of PCS.

Note: both the images and phlebographies showed in this chap-
ter are actual cases managed by the authors and reviewers of 
this consensus document.

4.3.3.4 Recommendations (20)
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1

Use the GIDP:
a. In inconclusive �ndings of non-invasive PCS studies.
b. To con�rm the �ndings of PCS in non-invasive studies.
c. When proposing and planning the endovascular management of PCS 

it should be performed in a single-staged procedure, when applicable. 
(Level of Evidence B, Recommendation I).

2
To study patency, diameters, and IVC, common renal, gonadal, primitive 
iliac, external, hypogastric, femoral vein incompetence with and without 
the Valsalva maneuver. Venous collateral circuits should be assessed too.

3

Assign signi�cance levels to the abnormal pressure gradient measure-
ments of the left primitive renal and iliac veins with suspected CNS and 
MTS, respectively. In the presence of non-signi�cant gradient measure-
ment mismatch and suspected PCS, an IVUS should be performed.




