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las are lined with infl ammatory tissue, are painful 
on palpation and associated with a purulent dis-
charge.7 These infl ammatory fi stulas are collec-
tively termed fi stula-in-ano.

Of particular importance to the practising 
obstetrician and gynaecologist are rectovaginal 
fi stulas that occur as a complication of either 
vaginal birth or gynaecologic surgeries. Whenever 
a postpartum or post-gynaecological surgery 
patient presents with complaints of faecal or fl atal 
incontinence, rectovaginal fi stula should be 
included in the differential diagnosis. Healed fi s-
tulas of obstetrical or gynaecologic origin are epi-
thelial lined communications between the rectum 
and/or anus and the vaginal canal.

13.2 Historical Background

Obstetrical fi stulas have plagued women for mil-
lennia, as proven by the discovery of a large fi stula 
in a mummy of an ancient Egyptian woman. Avi-
cenna, an Arabo-Persian physician, was the fi rst 
to describe fi stulas as a result of diffi cult labours.8 
The history of the surgical treatment of rectovagi-
nal fi stulas lies in the evolution of the treatment 
of vesicovaginal fi stulas. The fi rst attempts at sur-
gical repairs of fi stulas were of vesicovaginal fi s-
tulas and made by H. van Roonhuyse in 1676, who 
placed patients in lithotomy, exposed the fi stula 
with a speculum and denuded the edges of the 
fi stula before suturing it together.9 The fi rst cure 
of a rectovaginal fi stula is credited to Barton in 
1840 with the use of a seton.10 In the late 
nineteenth century, a number of surgeons 

13.1 Introduction

There are few affl ictions unattended with danger to life, 
which give rise to greater anxiety or produce more dis-
agreeable results than cases of rectovaginal fi stula.1

T.H. Tanner, 1855

Rectovaginal fi stula is defi ned as a communica-
tion between the rectum and the vagina. Although 
relatively rare, the impact on quality of life of 
patients may be profound. Causes include trau-
matic, congenital, infl ammatory, neoplastic and 
iatrogenic processes (see Table 13.1). While esti-
mates vary, the most common cause of rectovagi-
nal fi stulas is thought to be secondary obstetrical 
complications, followed by infl ammatory and 
neoplastic disorders.2–4 Fistulas that occur as a 
result of congenital malformations are beyond the 
scope of discussion in this chapter. Only the pre-
sentation and repair of acquired fi stulas with par-
ticular emphasis on fi stulas that occur as a result 
of obstetrical trauma will be presented.

The majority of fi stulas are not true rectovagi-
nal fi stulas but rather infl ammatory tracts from 
the rectum and perineum that result from either 
infected anal glands or infl ammatory bowel 
disease. Collectively, rectovaginal fi stulas repre-
sent less than 5% of all fi stulas.5–7

Infl ammatory anorectal fi stulas that tract into 
the vagina can become rectovaginal fi stulas once 
the infl ammation has resolved. Processes that 
cause these types of rectovaginal fi stulas include 
infl ammatory bowel disease, particularly Crohn’s 
disease, as well as infections of the anorectal 
region.3 Infl ammatory fi stulas can also occur as a 
result of a vaginal delivery. Typically, these fi stu-
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introduced innovations to the repair of vesico-
vaginal fi stulas that were then popularised by 
James Marion Sims in a series of surgical experi-
ments conducted from 1845 to 1849. Operating on 
three slave women over 6 years with more than 40 
failed procedures, Sims managed surgically to 
close a vesicovaginal fi stula. He attributed his 
success to the use of silver suture and the expo-
sure of the operative site that he achieved with 
positioning the patient in the knee-chest position 
and the use of a speculum. Although he claimed 
credit for all of these innovations, others had 
utilised silver suture for the repair of fi stulas prior 
to his publication.8

Rectovaginal fi stulas, which occur less com-
monly than vesicovaginal fi stulas, are also less 
commonly referred to in historical reports. The 
fi rst treatise on the treatment of rectovaginal 
fi stula was probably by a student and successor of 
Sims, Thomas Addis Emmet, who published a 
book Vesico-vaginal fi stula from parturition and 
other causes: with cases of recto-vaginal fi stula in 
1868.11 Emmet greatly expanded the work of his 
mentor and introduced many surgical innova-
tions and principles of fi stula repair that are still 
followed today. He insisted on preoperative prep-
aration so that “not only the vaginal walls but also 
the hypertrophied and indurated edges of the 
fi stula have attained a natural color and density” 
prior to taking the woman to surgery. The repairs 
were done without anaesthesia, in the left lateral 
position, and began with release of tension on the 
scarred edges of the fi stula. Repairs often required 
staged procedures in order to close the fi stula 
fully. Emmet advocated the use of scissors to 
achieve wide dissection of the tissues surrounding 
the fi stula, and, for vesicovaginal fi stulas, contin-
ual bladder drainage following the repair. These 
innovations were novel. Emmet was a meticulous 
surgeon and scientifi c investigator and probably 
is the true father of gynaecological reconstructive 
surgery.12 Further advancements in the repair of 
rectovaginal fi stulas in the late nineteenth century 
include the adaptation of Tait’s technique of 
perineorraphy at the time of repair of the fi stula. 
Until then, repairs of the fi stulas were limited to 
splitting apart the perineum and allowing the 
perineum to heal by granulation, often with poor 
functional results.13 These historical reports 
underline the basic tenets of the repair of recto-
vaginal fi stulas today: tissue must be free from 
infection and induration, repairs need to be 
accomplished with wide dissection of the vaginal 
tissues so that sutures are not under tension, and 
attention needs to be paid to the perineum and 
sphincter complex to ensure that functional out-
comes are optimal.

13.3 Incidence

Although the exact incidence of rectovaginal fi s-
tulas is unknown, the most common aetiology in 
the developed world is still thought to be obstetri-

TABLE 13.1. Aetiology of rectovaginal fistula.

Category Condition Mechanism

Traumatic
Obstetric Prolonged second Pressure necrosis of
  stage of labour  rectovaginal septum
 Midline episiotomy Extension directed into
 Perineal lacerations  rectum
Foreign body Vaginal pessaries Pressure necrosis
 Violent coitus Mechanical perforation
 Sexual abuse Mechanical perforation
Iatrogenic Hysterectomy Injury to anterior rectal
   wall
 Stapled colorectal Staple line includes vagina
  anastomosis
 Transanal excision Deep margin of resection
  of anterior  into vagina
  rectal tumour
 Enemas Mechanical perforation
 Anorectal surgery Mechanical perforation
  such as incision
  and drainage of
  intramural
  abscesses
Inflammatory Crohn’s disease Transmural inflammation-
   perforation
 Pelvic radiation Early-tumour necrosis
 Pelvic abscess Late-transmural
   inflammation
 Perirectal abscess
Neoplastic Rectal Local tumour growth into
   neighbouring structure
 Cervical
 Uterine
 Vaginal
 Primary or recurrent
  tumours

From: Stenchever and Benson.44
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cal, with approximately 0.1% of vaginal births 
resulting in a rectovaginal fi stula.2,14 The incidence 
of rectovaginal fi stulas in the population of women 
who sustain a fourth degree laceration is higher 
and ranges from 0.4 to 3.0%. Infection of the peri-
neal wound following delivery may contribute to 
the occurrence of a fi stula in these cases.2,14–21

Fistulas secondary to obstructed labour are rare 
in the developed world but common worldwide. 
The exact prevalence of fi stulas secondary to 
obstructed labour is unknown: in 1989, the World 
Health Organization estimated that more than 2 
million girls and women around the world had 
either rectovaginal or vesicovaginal fi stulas, esti-
mates that probably underestimate the extent of 
the disease because they are based on women who 
present for care.22 Isolated incidence rates for rec-
tovaginal fi stula do not exist; however, rates of 
vesicovaginal fi stula in sub-Saharan Africa may 
reach up to 350 women per 100,000 live births.23 
These fi stulas differ from direct obstetrical trauma 
associated with a severe perineal laceration at the 
time of delivery because they are accompanied by 
widespread tissue destruction and necrosis. While 
rectovaginal fi stulas occur more rarely than vesi-
covaginal fi stulas as a result of obstructed labour, 
approximately 17% of fi stulas seen at a large 
fi stula centre in Addis Addaba, Ethiopia were 
either isolated rectovaginal fi stulas or combined 
rectovaginal and vesicovaginal fi stulas.24 Another 
series by Ayhan reported that 19% of 182 
vesicovaginal fi stula patients also had intestinal 
fi stulas.25 Double fi stulas (rectovaginal and vesi-
covaginal) in this population are indicative of a 
poorer prognosis for surgical cure.

13.4 Classification

Various classifi cation schemes have been pro-
posed for rectovaginal fi stulas. No standardised 
system has been adopted, which has limited the 
ability to compare results from surgical series or 
to defi ne the incidence of disease. One system 
divides fi stulas into “simple” and “complex”. 
Simple fi stulas occur in the low or mid-vagina, are 
less than 2.5 cm in diameter, and are the result of 
trauma or infectious causes, while complex fi stu-
las occur high in the vagina, are greater than 
2.5 cm in diameter, and may occur from infl am-

matory bowel disease, irradiation or other neo-
plastic causes.6 Fistulas that have failed prior 
repair or result from prolonged obstructed labour 
should probably be added to the list of “complex 
fi stulas” regardless of where the communication 
between rectum and vagina occurs12,24 (Table 
13.2). Other classifi cation schemes divide fi stulas 
by anatomic descriptions: high fi stulas occur in 
the upper third of the vagina where the vagina is 
covered only by peritoneum, fi stulas in the middle 
third of the vagina occur where there is only a thin 
septum between the vagina and rectum, and distal 
fi stulas occur where the vagina and the anal canal 
are separated by the perineal body.26

Infl ammatory fi stulas are classifi ed according 
to their relationship to the anal sphincter, divid-
ing them into four main types: intersphincteric, 
trans-sphincteric, suprasphincteric and extra-
sphincteric27 (Figure 13.1). This classifi cation 
scheme helps to dictate the approach to surgical 
drainage of these infl ammatory fi stulas. Other clas-
sifi cation schemes have included combinations of 

TABLE 13.2. Classification of rectovaginal fistulas.

Simple rectovaginal fistula Complex rectovaginal fistula

Low or mid vagina High vagina
< 2.5 cm >2.5 cm
Traumatic or infectious cause  Inflammatory bowel disease, irradiation, 

 neoplastic causes, prolonged 
 obstructed labour

 Failed prior repair

Modified from: Rothenberger and Goldberg.6 Copyright 1983, with permis-
sion from Elsevier.

FIGURE 13.1. Diagrammatic representation of types of fistula. a 
intersphincteric, b suprasphincteric c transsphincteric, d 
extrasphincteric. (Courtesy of A. Sultan and R. Thakar.)
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the above as well as the addition of horseshoe fi s-
tulas.28 Each of the above categories for infl amma-
tory fi stulas has multiple variations; fi stulas of 
these types may be very extensive, involving the 
entire pelvis.

13.5 Pathophysiology

The pathophysiology of rectovaginal fi stulas 
varies by aetiology including obstetrical and other 
traumatic causes, infl ammatory bowel disease, 
infectious aetiologies and neoplastic processes.

13.5.1 Obstetrical Fistulas

Obstetrical fi stulas can occur as the result of direct 
trauma or as part of more global damage to the 
tissues of the pelvic fl oor. Obstetrical fi stulas in 
the developed world are thought to occur through 
direct trauma to the rectovaginal septum and 
perineal body. Risk factors for third and fourth 
degree laceration of the anal sphincter are also 
thought to increase the risk for fi stula formation 
and include episiotomy, operative vaginal deliv-
ery, as well as secondary infection of a repaired 
laceration.4,5

Failure to recognise injuries and inadequate 
repair have been implicated in the aetiology of 
rectovaginal fi stulas.29 Repair of obstetrical lacer-
ations are often performed under suboptimal 
conditions with poor lighting, in an operative fi eld 
contaminated by faecal material, and with lack of 
analgesia and surgical assistance. Identifi cation 
and repair of severe lacerations is paramount to 
effective repair and may require moving a patient 
from the delivery room to the operating room to 
perform an examination under anaesthesia to 
determine the full extent of lacerations after a 
delivery. At the very least, a rectal examination 
with adequate lighting and analgesia is indicated, 
especially after an operative delivery, to detect 
lacerations to the rectovaginal septum. One study 
has determined that a second observer increased 
detection rates for severe lacerations by 15%, 
indicating that determining the extent of pelvic 
fl oor damage following delivery may be diffi cult 
under poor operative conditions with a single 
examiner.30 Careful documentation of the extent 

of the laceration, the repair performed, as well as 
the type of suture used should also be recorded. 
Repair of obstetrical lacerations is an operative 
procedure and should be documented in the 
medical chart as such.

Missed fourth degree lacerations with repair 
only of the perineum and not the sphincter or 
rectal mucosa may result in immediate postpar-
tum incontinence or lead to infection followed by 
incontinence more remote from delivery. “But-
tonhole” fi stulas can also be missed at the time of 
delivery. These fi stulas can occur above an intact 
perineum when a vaginal tear has extended into 
the rectum. Both missed fourth degree lacerations 
and buttonhole lacerations underline the impor-
tance of a careful rectal examination after deliv-
ery. These fi stulas usually result in immediate 
incontinence postpartum. Any postpartum 
women with anal incontinence should be re-
examined with adequate analgesia to ensure that 
a fi stula is not present.

Fistulas can also occur after perineal repair of 
an obstetrical laceration that becomes infected or 
more rarely when a stitch from a repair trans-
gresses the bowel lumen. These fi stulas commonly 
present more remote from delivery after an infec-
tion of the wound and breakdown of the obstetri-
cal repair. Debridement of the infected wound, 
removal of residual suture material and antibiotic 
therapy are essential prior to attempting repair of 
these fi stulas. Although early repair of infected 
severe perineal lacerations has been described, 
repairs were only successful after daily extensive 
inpatient debridement of the perineal wound and 
antibiotic therapy until all signs of infection were 
resolved. More commonly, delaying repair until 
the infl ammatory processes are completely 
resolved over a 2- to 3-month period is prudent.

Associated trauma to the anal sphincter 
complex is common in women with rectovaginal 
fi stulas and should be evaluated by physical 
examination at the time of delivery as well as in 
the patient who presents remote from delivery 
with a rectovaginal fi stula. Overt anal sphincter 
injury occurs in up to 6.4% of women after vaginal 
birth.32–35 However, occult sphincter injuries are 
much more common and range in incidence from 
6.8 to 44% of parous women. Sphincter disruption 
can probably be assumed to be even higher in 
women with rectovaginal fi stulas.36,37 The rate of 
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preoperative anal incontinence secondary to a 
disrupted sphincter has been reported as high as 
48% in a series of 52 patients with rectovaginal 
fi stulas.4,38 Further evaluation of the anal 
sphincter complex including ultrasound, manom-
etry and neurological studies has been recom-
mended for the preoperative workup for any 
patient who presents with an obstetrically related 
fi stula.4

Fistulas that occur as the result of obstructed 
labour form after “sloughing” of vaginal tissue 
that has become necrotic from pressure of the 
fetal head. Typically, the sloughing follows a week 
after the delivery of the fetus after a prolonged 
labour lasting more than 2 days. A fi stula “fi eld 
injury” including rectovaginal and/or vesicovagi-
nal fi stula, global pelvic fl oor dysfunction and foot 
drop has been described and is indicative of wide-
spread pelvic tissue and neurological damage. 
Part of the “fi eld injury” includes the massive 
social displacement of the fi stula patient from 
their families and communities.24

13.5.2 Other Traumatic Causes

Other traumatic causes of fi stula formation 
include a neglected foreign body such as a pessary 
that has been in place for many years without 
removal.39,40 Erosion of vaginal pessaries into 
either the rectum or the bladder is extremely rare 
and is documented in the literature only in the 
form of case reports. Violent coitus or sexual 
abuse is similarly reported.41

Fistula formation after hysterectomy can occur 
after injury to the anterior rectal wall, and is also 
rare. One large series of 3,076 women who under-
went vaginal hysterectomy had a reported inci-
dence of rectal injuries of 0.5% and all of the 
injuries healed without the formation of a fi stula.42 
Other authors have reported a similarly low inci-
dence of 0.07% of rectal laceration as a complica-
tion of vaginal hysterectomy; all of the injuries 
were repaired primarily and none resulted in the 
formation of a fi stula.43 Stapled colorectal anasto-
mosis, transanal excision of anterior rectal tumour 
with the deep margins of the resection into vagina, 
anorectal surgery such as incision and drainage of 
intramural abscesses and mechanical perforation 
have also been cited as rare causes of rectovaginal 
fi stula formation.44 The percentages of rectovagi-

nal fi stulas resulting from “operative” or “iatro-
genic” causes reported in case series of patients in 
the literature range from 2 to 24% and are largely 
dependent on the referral practice of the 
physician.45–50

13.5.3 Inflammatory Bowel Disease

Patients with Crohn’s disease have a reported life-
time risk of development of an anorectal or peri-
neal fi stula that ranges from 20 to 40%, with one 
series reporting a risk of development of a recto-
vaginal fi stula in 9% of Crohn’s patients.51 Recto-
vaginal fi stulas may result from rupture of a 
cryptoglandular abscess or more commonly from 
deep ulcerations of the anterior rectal canal. Ano-
rectal and presumably rectovaginal fi stulas occur 
in women with colonic disease more commonly 
than in those with disease confi ned to the small 
intestine.28,51,52

13.5.4 Infectious Causes

Any infectious process contiguous with the recto-
vaginal septum can result in the formation of a 
fi stula. The majority of these fi stulas are thought 
to be the result of cryptoglandular infection; 
however, tuberculosis, lymphgranuloma vene-
reum and schistosomiasis have all been reported 
to cause fi stulas rarely. Diverticulosis is the most 
common cause of high rectovaginal fi stulas, with 
women who have undergone a prior hysterectomy 
at higher risk.3–5

13.5.5 Neoplastic Causes

Fistulas can occur as a result of direct tumour 
extension into the rectum, or as the result of pelvic 
radiation, especially for endometrial and cervical 
cancers. The rates of rectovaginal fi stula forma-
tion after irradiation for endometrial or cervical 
cancer range from 1 to 10%.4–6 The development 
of these fi stulas may occur as late as 2 years after 
therapy and is often preceded by the new onset of 
rectal bleeding. The evaluation of a fi stula follow-
ing treatment for neoplasm should include patho-
logical evaluation of tissue to rule out tumour 
recurrence.
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13.6 Diagnosis and Evaluation

Evaluation of a patient begins with a history and 
physical examination to determine the size, loca-
tion and aetiology of the rectovaginal fi stula. 
Women with very distal fi stulas may be largely 
asymptomatic while women with fi stulas that are 
large and involve the anal sphincter complex may 
have frank loss of stool. Women with small infl am-
matory fi stulas may have only a purulent dis-
charge and complain of pain without loss of bowel 
contents.

A thorough perineal examination, including 
observation of the anal opening as well as the peri-
neal skin is warranted. Perianal dimpling and/or 
a “dovetail sign”, which consists of perianal folds 
posterior to the anal opening with smooth mucosa 
anteriorly, may indicate a disrupted anal sphinc-
ter as well as the presence of a fi stula. Observation 
of the perineal skin for faecal material as well as 
noting loss of fl atus during an examination war-
rants further inquiry and investigation on the part 
of the provider. Women with loss of faecal mate-
rial have proven reluctant to seek help or acknowl-
edge the condition. In a prospective cohort study 
of 94 women only a few of the 38% of women with 
symptoms of anal incontinence had sought evalu-
ation due to embarrassment, socioeconomic 
reasons or lack of knowledge of where to obtain 

help.53 An observant sensitive provider can enable 
a woman to seek care for this disabling 
condition.

Often the fi stula can be visualised on rectovagi-
nal examination, although this may be diffi cult 
with small fi stula tracts (Figure 13.2). A rectal 
examination is also important to determine the 
integrity of the anal sphincters, the quality of the 
tissues surrounding the fi stula, and to palpate for 
abscesses and other masses. The most likely loca-
tion of the vaginal opening of the fi stula is along 
a perineal or vaginal scar following episiotomy or 
laceration. On the rectal side, the most common 
location for the opening of the fi stula is at the 
dentate line or superior edge of the external anal 
sphincter. Dimpling or retraction of the epithe-
lium is often seen. Careful probing with a small 
lacrimal probe can help identify the opening 
(Figure 13.2). With a fi nger in the rectum, the 
probe can be passed through the fi stula to the 
rectal side. Most patients tolerate this manipula-
tion without pain unless there is active infection. 
If the fi stula is not easily identifi ed, placing meth-
ylene blue dyed lubricant in the rectum, massag-
ing the rectovaginal septum and observing the 
posterior vaginal wall for extravasation can help 
to identify the fi stula. Other techniques include 
the instillation of methylene blue stained fl uid 
into the rectum via a large Foley catheter with a 

FIGURE 13.2. a Small rectovaginal fistula opening on posterior vaginal wall (arrow). b The rectovaginal fistula track is demonstrated by 
inserting a lacrimal probe through the vaginal opening. (Courtesy of A. Sultan and R. Thakar.)

a
b
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30-cc balloon that can be used to occlude the anal 
canal. The rectum can also be insuffl ated with air, 
while the vagina is fi lled with water or saline. Bub-
bling may indicate the site of the fi stula. The use 
of barium enemas, contrast material placed vagi-
nally, and hydrogen peroxide injected into the 
fi stulous tract with an angiocath may help to 
defi ne the exit or entrance to the tract.54

Endoanal ultrasound is indicated to identify 
concurrent sphincter laceration, and can also 
identify fi stulous tracts (Figure 13.3).

In general, a mature epitheliased fi stula that is 
not infected is not painful on digital examination. 
If the fi stula cannot be identifi ed or if it is too 
painful, an examination should be performed 
under anaesthesia. Offi ce anoscopy or proctos-
copy may also help to evaluate the surrounding 
tissues or to identify the fi stula. In women where 
infl ammatory bowel disease is suspected by 
history or physical examination, colonoscopy is 
warranted. Biopsy of the fi stulous tract is indi-
cated when neoplasia is suspected.

13.7 Repair Techniques

The approach to repair of rectovaginal fi stulas 
should be dictated by the complexity of the 
fi stula, its size and location as well as its cause. 

For example, high fi stulas are probably better 
addressed by abdominal procedures while distal 
fi stulas are better addressed by transvaginal, 
transperineal or transrectal procedures. The 
tenets of repair of obstetrically related rectovagi-
nal fi stulas date back to the innovations and rec-
ommendations made nearly 135 years ago: repair 
without tension, an operative fi eld free from infec-
tion or infl ammation, wide mobilisation of the 
tissue surrounding the fi stulous tract, excision of 
the tract if possible, and care to avoid strain on 
the repair in the immediate postoperative period. 
Most authors state that the fi stula needs to be 
completely free from infl ammation or induration, 
with waits as long as 3–6 months suggested before 
repair of obstetrical fi stulas be undertaken.53,54 
However, a recent series of 1,716 obstetrical vesi-
covaginal fi stulas reported that patients were 
treated with early closure of their fi stula even if all 
induration had not resolved by the time of surgery. 
Twelve per cent of these women also had recto-
vaginal fi stulas. The primary closure rate for the 
fi stulas was 92%, with low rates of postoperative 
infection, indicating that early closure may be 
possible after debridement of necrotic tissue.55 If 
the local tissues have active infection and faecal 
contamination that does not respond to local 
measures, or the patient has a complex recurring 
fi stula, a diverting colostomy is indicated until the 
tissue is suitable for repair.

Mechanical and antibiotic treatments, accom-
panied by a restricted diet for 1–3 days prior to 
surgery are often recommended, although no ran-
domised data support these practices. A recent 
review of six randomised trials evaluating bowel 
surgery compared patients undergoing mechani-
cal bowel preparation to those with no pre-
paration and found no difference in wound 
infection rates (44/595 vs 35/609, OR 1.34, 95% CI 
0.85–2.13) or other parameters measured, sug-
gesting that these practices may need to be 
revisited.56

In general, distal rectovaginal fi stulas are 
repaired transvaginally (as preferred by gynaeco-
logists), transrectally (as preferred by colorectal 
surgeons) or transperineally. All three repair 
methods have similar reported success rates. 
Adherence to the basic tenets of fi stula repair is 
probably more important than surgical approach 
to the success of the intervention.

PR PR

FIGURE 13.3. Endoanal ultrasound demonstrating the level of rec-
tovaginal fistula track just above the level of the puborectalis (PR). 
(Courtesy of A. Sultan and R. Thakar.)
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Transvaginal repair methods include conver-
sion of the fi stula to a complete fourth degree 
laceration followed by excision of the fi stulous 
tract and a layered closure. In the case of a fi stula 
that is not accompanied by anal sphincter disrup-
tion, this entails damaging an intact sphincter. 
Given poor rates of success with sphincteroplasty 
at long-term follow-up,57–60 this practice may not 
be in the patient’s best interest. Other transvagi-
nal repairs include inversion of the fi stulous tract, 
followed by a layered closure. This method will 
spare an intact sphincter complex. The Latzko 
technique is a variation of this where the anterior 
and posterior walls of the vagina are joined to 
invert the fi stula into the rectum. This closes off a 
portion of the upper vagina and is suitable for 
high fi stulas.

Transvaginal repair of rectovaginal fi stulas sec-
ondary to obstructed labour is infl uenced by the 
size of these fi stulas (on average 2.3 by 2.5 cm) and 
the fact that the fi stulas exist in a bed of severely 
damaged tissue. Excision of the fi stulous tract 
may be impossible because of the size of the fi stula 
and most authors introduce healthier tissue in the 
form of a Martius graft to ensure adequate blood 
supply to the area.

The transperineal approach starts with a curved 
incision on the perineum, through which the 
vagina and rectum are separated. The fi stula is 
then divided and both the vaginal and rectal sides 
of the fi stula are closed in layers in opposing 
directions so that the lines of the repair do not 
directly overlie one another.13

Transrectal repairs generally involve the devel-
opment of rectal mucosal fl aps, mobilised to cover 
the excised fi stula tract. In these repairs, the rectal 
mucosa, submucosa with or without a portion of 
the rectovaginal septum and internal anal sphinc-
ter is mobilised. The fi stula is excised and the fl ap 
is sutured over the previous site of the fi stula. 
Proponents of this method of repair state that the 
high-pressure side of the fi stula is in the rectum 
and that this approach focuses the repair on the 
rectal side. The vaginal side may be closed or left 
open to drain.

The best suture material for repair of fi stulas 
has not been studied. Most series report the use 
of a delayed-absorbable suture, such as a 3-0 poly-
sorb, or polyglycolic acid on all layers. Permanent 
suture is not used. The use of either a Martius fat 

pad, or gracilis fl ap to bring well-vascularised 
tissue to the fi stula site is widely recommended 
for the repair of complex fi stulas.61,62

Abdominal approaches to high and complex 
fi stulas secondary to radiation therapy, infl amma-
tory bowel disease or multiple failed prior repairs 
include wide mobilisation of the rectovaginal 
septum, division of the fi stula and layered closure 
with or without bowel resection. Usually omentum 
is introduced as a pedicled graft. Low anterior 
resections, colorectal anastomoses, and onlay 
patch anastomosis procedures have all been 
described. For women who have underlying 
disease not amenable to other surgical interven-
tion, colostomy as a salvage operation may greatly 
improve quality of life.4,6,38

Postoperative management has not been 
studied extensively, but many surgeons recom-
mend a restrictive diet including 3 days of clear 
liquids followed by a low-residue diet as well as 
the continuation of broad-spectrum antibiotics. A 
single randomised study of 54 patients undergo-
ing other anorectal reconstructive surgery ran-
domised patients to either a “regular” diet versus 
a “bowel confi nement” regimen and found no 
benefi t to dietary restriction.63 Local care includ-
ing sitz baths, followed by drying with a heat lamp 
or blow dryer is commonly recommended to keep 
the operative site clean and dry.54

13.8 Outcome of Surgery

Reports of success rates for rectovaginal fi stula 
repair are largely limited to the success of closure 
of the fi stula with little description of quality of 
life changes or functional outcomes. The litera-
ture is also limited by small retrospective series of 
patients with limited follow-up, inclusion of 
patients with different aetiologies for the fi stula 
and lack of a standardised classifi cation schema 
to make comparisons between reports. A thor-
ough evaluation of the anal sphincter complex 
with associated sphincter repair may greatly infl u-
ence surgical cure rates. If the fi stula is closed, but 
the sphincter non-functional, the outcome may be 
less than desired for the patient. Reports of sexual 
function following fi stula repair are limited to 
descriptions of the effect of a Martius graft on 
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function: Elkins reported on six patients with 
rectovaginal fi stulas who were repaired with 
grafts, one of whom complained of mild dyspa-
reunia.62 Others have reported up to a 38% inci-
dence of pain at the site of graft harvest in small 
series.64

Medical management of fi stulising Crohn’s 
disease includes anti-infl ammatory medications, 
antibiotics, immunomodulators and anti-tumour 
necrosis factor-alpha therapies. Success of these 
interventions varies widely.28 Infl ammatory fi stu-
las secondary to an acute infectious process or 
Crohn’s disease are better addressed by either 
seton placement (loose nylon suture along fi stula 
tract) or fi stulotomy and drainage. For the treat-
ment of simple perianal fi stulas, reported rates of 
healing for these interventions range from 70 to 
100%, with minor incontinence reported in 10% 
of individuals. Recurrence may occur up to 20% 
of the time.28 For more complicated fi stulas, or 
recurrent fi stulas in the face of active rectal 
Crohn’s disease with multiple tracts, surgery 
including seton placement, fi stulotomy or 
advancement fl aps shows improvement in symp-
toms in 25–100% of patients, with fi stula recur-
rence rates up to 67%.28

Repair success rates of simple (less than 2.5 cm 
in size located in the distal rectovaginal septum) 
rectovaginal fi stulas range from 40 to 86%.38 In 
one summary of results from repair of simple rec-
tovaginal fi stula, recurrence rates ranged from 3% 
for perineoproctotomy to 12% for transanal 
advancement fl aps. As the author pointed out, 
many series report operating on another surgeon’s 
failures, which is not always fi gured into reports 
of primary closure rates.65

Cure rates for more complex obstetrically 
related rectovaginal fi stulas secondary to 
obstructed labour are lower than reported rates 
for vesicovaginal fi stulas: 78% for either com-
bined vesicovaginal and rectovaginal fi stula or 
isolated rectovaginal fi stula, versus a widespread 
reported cure (or closure) rate of 90% for isolated 
vesicovaginal fi stula.66 Nearly all the literature 
describing the treatment of these complex fi stulas 
is retrospective in nature and because of geo-
graphical barriers, most follow-up is limited to 
hospital discharge. All of these reports focus on 
the repair of vesicovaginal fi stulas. Arrowsmith 
reported on 98 vesicovaginal fi stula patients, of 

whom nine had combined fi stulas. However, he 
does not further describe the outcomes of this 
small cohort of combined rectovaginal fi stulas.66 
Another series by Ayhan et al. reported that 19% 
of 182 patients had intestinal fi stulas; the overall 
success rate for this series of patients was reported 
at 91%, with no further evaluation of the effect of 
rectovaginal fi stula on surgical cure rates. Both 
surgical and obstetrical fi stulas were represented 
in this cohort; however, the majority of the fi stulas 
(76%) were obstetrical in origin.25 A series by 
Kelly reports a similar cure rate of 85%, with 
approximately 20% of patients with either iso-
lated or combined rectovaginal and vesicovaginal 
fi stulas. Again the impact of rectovaginal fi stulas 
on the cure rate was not analysed: however, 
even among this series of diffi cult fi stulas, the 
author did classify rectovaginal fi stulas as 
“complex”.67

Elkins reported a series of fi stula patients that 
he followed for 6 months. Women with combined 
vesicovaginal and rectovaginal fi stulas had 
poorer outcomes than those with vesicovaginal 
fi stulas alone, with success rates of the former 
with primary closure rates of 3/6 (50%) versus 
an overall primary closure rate of 78/82 (95%) 
for vesicovaginal fi stulas. Despite repair, 46/78 
(59%) women were found to have serious 
complications following successful closure of 
their fi stula with continued complaints of either 
urinary or anal incontinence. In a review of 
fi stula repair series in the same article for papers 
published between 1965 and 1993, primary 
closure rates for vesicovaginal fi stula ranged 
from 58 to 95%.68 A single series has examined 
the outcome of future pregnancies following 
vesicovaginal repair and concluded that women 
who were repaired had better obstetrical 
outcomes than those who were not repaired, and 
that prenatal planning resulted in more of the 
women undergoing the recommended caesarean 
delivery than those who were not scheduled 
for delivery.69 Presumably, the same outcomes 
may be applicable to women who sustain 
rectovaginal fi stulas, given that the overall 
reported prognosis for these fi stulas is poorer 
than that for vesicovaginal fi stulas. Unfortunately 
many women who sustain fi stulas secondary to 
obstructed labour are infertile as part of the “fi eld 
injury”.
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13.9 Conclusions

Rectovaginal fi stulas are a devastating condition 
for patients and although rare in the developed 
world, they occur commonly worldwide. Repair of 
the fi stula with restoration of continence can be 
challenging and requires a detailed knowledge of 
the continence mechanism. Evaluation and man-
agement include locating the fi stula, assessing 
tissue quality and timing the repair. The integrity 
and function of the anal sphincters should be con-
sidered in planning the fi stula repair. If the anal 
sphincters are involved in the fi stula tract or the 
sphincters are not intact, surgery should address 
both the fi stula and chronic sphincter laceration. 
Repair without tension, an operative fi eld free 
from infection or infl ammation, wide mobilisa-
tion of the tissue surrounding the fi stulous tract, 
excision of the tract if possible, and care to avoid 
strain on the repair in the immediate postopera-
tive period are rules for success. Repair or other 
treatment of these fi stulas can restore patients to 
a healthy productive life.
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