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Abstract

Background: Peritoneal dialysis (PD) is associated with various complications, some of which may result in its
discontinuation. Pleuroperitoneal communication (PPC) is commonly recognized by the presence of a
diaphragmatic defect and pressure elevation in the abdominal cavity due to the dialysate. PPC is unpredictable and
its presence prevents the continuation of PD. We present the clinical course and pathological findings of PPC in a
PD patient after bacterial peritonitis and total gastrectomy for gastric neuroendocrine tumors. We provide a brief
review of PD-related complications that develop due to a non-infectious pathology, including those related to
catheter use and an elevated intra-abdominal pressure.

Case presentation: A 65-year-old Japanese man, who had been receiving PD treatment for 1 year, visited our
hospital owing to a cloudy dialysate. Bacteria were detected in the dialysate. He had been previously diagnosed
with gastric neuroendocrine tumors and gastrectomy had been planned. On admission, we started a 14-day
antibiotic treatment for PD-related peritonitis. The patient showed a good clinical course. Gastrectomy was
performed as planned, and the postoperative course was uneventful. During the perioperative period, PD was
temporally changed to hemodialysis. Five weeks after the gastrectomy, PD treatment was resumed with gradual
increase in the exchange volume. After returning to PD overnight, using an automated peritoneal dialysis machine,
the patient complained of breathing difficulty and he gained weight. Right-sided pleural effusion was observed on
a chest radiograph, and PPC was confirmed by scintigraphy when a mixture of technetium-99m and dialysate was
seen entering the right hemithorax within 120 min. The patient did not consent to surgery for the PPC and he
hoped to continue to receive PD treatment conservatively. We advised the patient to undergo dialysate exchange
in a semi-seated position, and he was prohibited from lying down during the daytime. He continued PD treatment
without signs of pleural effusion and over-volume.
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Conclusions: This case of PPC occurring after bacterial peritonitis and total gastrectomy for gastric neuroendocrine
tumors in a PD patient demonstrates the necessity of recognizing the PPC pathology in PD management and
establishing methods for preventing PPC development after bacterial peritonitis or surgical procedures.

Keywords: Peritoneal dialysis, Pleuroperitoneal communication, Bacterial peritonitis, Gastrectomy, Non-infectious
PD-related complications

Background
Peritoneal dialysis (PD) has various complications that
occasionally result in its discontinuation. Pleuroperito-
neal communication (PPC) is a pathology that is com-
monly identified by the presence of a diaphragmatic
defect and pressure elevation in the abdominal cavity
caused by ascites due to liver cirrhosis or peritoneal di-
alysate; the latter causes iatrogenic ascites, which has
been found to trigger PPC [1, 2]. Patients with pleural
effusion induced by PPC commonly present with coughs
and dyspnea because the chest cavity is narrower than
the abdominal cavity. Therefore, PPC requires appropri-
ate strategies for treatment, especially in renal replace-
ment therapy, to enable the continuation of PD for as
long as possible. Previous case reports showed a 50%
success rate of PD continuation with conservative ad-
justments [3, 4], such as PD volume and schedule adjust-
ments, or when PD was temporarily combined with
hemodialysis. Treatment options for PPC include chem-
ical pleurodesis [4] or surgical diaphragmatic repair via
video-assisted thoracoscopy (VATS). Being female and
having autosomal dominant polycystic kidney disease
(ADPKD) were identified as risk factors for PPC, with
ADPKD—one of the factors related to increasing intra-
abdominal pressure—being associated with PPC onset
[5, 6]. However, some reports argue against the involve-
ment of these factors; consequently, there is currently
no consensus regarding the associated etiological factors
[7, 8].
We present a case of a patient who developed PPC 1

year after PD initiation. PPC was suspected to have been
caused by bacterial peritonitis and total gastrectomy,
which were performed for the treatment of gastric neu-
roendocrine tumors. Moreover, we provide a brief re-
view of PD-related complications that develop due to a
non-infectious pathology, including those related to
catheter use and elevated intra-abdominal pressure.

Case presentation
A 65-year-old man with end-stage diabetic kidney dis-
ease who was receiving PD was scheduled for a gastrec-
tomy to treat gastric neuroendocrine tumors. In the
perioperative period, we planned to suspend PD and
switch to hemodialysis temporarily as renal replacement

therapy for 1 month after gastrectomy. The PD prescrip-
tion for the patient consisted of three exchanges per day
of 2.5% dextrose-based dialysate overnight using an au-
tomated PD machine.
One month before the operation, the patient experi-

enced PD-related infectious peritonitis, which required
hospitalization for treatment. On admission, he had no
specific complaints of fever or abdominal pain. He had a
cloudy dialysate and a leukocyte count of 600/mm3 in
effluent microscopic examination. Although there was
no melena, a remarkable decease in hemoglobin level
from 11.0 to 6.2 g/dL, without iron deficiency, was noted
(transferrin saturation, 31.5%; serum ferritin level, 47.0
ng/dL). The hemoglobin decrease was suspected to have
been caused by bleeding from the gastric tumor. The fol-
lowing inflammatory markers were within the normal
limits: white blood cell count (3830/μL) and C-reactive
protein level (0.06 mg/dL). Additionally, Staphylococcus
epidermidis and Staphylococcus capitis were detected in
a PD effluent culture submitted on the day the patient
was hospitalized. The administration of antibiotics was
started and red blood cell transfusion was performed,
and the surgery was rescheduled because it was consid-
ered that the patient may not survive the peritonitis.
Consequently, re-culturing of the PD effluent showed
negative results, and leukocytes were absent in the efflu-
ent. Subsequently, the surgery was performed as
planned. The operation was completed successfully, and
the postoperative course was good. After the gastrec-
tomy, the patient was temporarily shifted to
hemodialysis for 1 month and his condition stabilized.
After 5 weeks, we restarted PD with a small initial vol-
ume and infrequent exchanges of dialysate during the
day. We gradually increased the regimen to the previous
prescription using the automated PD machine at night.
Although we performed PD steadily during the day with-
out symptoms, we noted a lower dialysate volume than
expected and the patient complained of slight dyspnea.
He also gained weight from the first day PD was admin-
istered at night. A chest radiograph revealed reduced
permeability in the right lung field, suggesting right-
sided pleural effusion (Fig. 1a). To confirm the presence
of a peritoneal-pleural leak, we conducted scintigraphy
with a mixture of technetium-99m and dialysate, which
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we infused into the peritoneal cavity through a PD cath-
eter under aseptic conditions. During the examination,
the patient was advised not to move the spine, and con-
tinuous still images in both anterior and posterior views
were acquired at frequent time intervals. Isotopic perito-
neography revealed radioactive dialysate entering the
right pleural cavity at 120 min (Fig. 1b); therefore, we
strongly suspected PPC. Although we offered to perform
surgical detection and repair of the suspected defect in
the diaphragm, the patient did not consent to it and
opted to continue PD treatment conservatively. There-
fore, we adjusted his prescription to involve dialysate ex-
change in the daytime alone in a semi-sitting position.
We also prohibited the patient from lying down during
the daytime, and he was only allowed to stand or be in a
semi-sitting position. He continued to receive PD treat-
ment, without signs of pleural effusion (Fig. 1c) and an
over-volume status, with three exchanges per day, each
with 2.5% dextrose-based dialysate lasting for 2 h, and
one exchange per day with an icodextrin-based solution
for 8 h. After adding diuretics (40 mg of furosemide and
7.5 mg of tolvaptan), the patient was discharged at 73
days after his admission, and he resumed visits to our
PD outpatient clinic.

Discussion
PPC is known as a crucial comorbidity in PD patients.
The prevalence of PPC is reported to be 1.6–10% [3, 7],
with a time-to-onset ranging from months to years [7].
The exact etiology of PPC occurrence in patients under-
going PD is unclear. The mechanism underlying the de-
velopment of ascites in the pleural effusion is considered
to be related to the increased intra-abdominal pressure
due to the accumulation of PD dialysate or liver cirrhosis
in the presence of a diaphragmatic defect, such as those
around the major vessels and the esophagus or through

the diaphragmatic foramina or lymphatics [1, 2]. Previ-
ous studies have reported that once blebs that form on
fragile regions in the diaphragm due to intra-abdominal
pressure are ruptured, they could cause a hydrothorax
and a one-way valve [9, 10].
PPC can be detected via pleural fluid analysis and im-

aging techniques, such as computed tomography using a
contrast agent or peritoneal scintigraphy. Pleural fluid
analysis commonly reveals an elevated glucose concen-
tration or a high pleural fluid-to-serum gradient. Previ-
ous reports showed that a transudative pleural fluid
glucose concentration greater than the serum glucose
concentration (pleural fluid to serum glucose ratio > 1)
in a patient receiving PD was consistent with PPC [11].
In addition, PPC presence should be doubted if the
pleural fluid glucose level is higher than the serum glu-
cose level [12]. Recent reports described that the positive
detection rate of computed tomography and scinti-
graphic peritoneography for PPC was one third and 40–
50% of cases, respectively [1, 13, 14]. Therefore, even if
the pleural fluid glucose level and/or the imaging test
do/does not prove peritoneal-pleural leakage, PPC may
still be present in PD patients with pleural effusion. In
our case, peritoneal scintigraphy revealed radiotracer ac-
tivity in the thoracic cavity, which indicated a high possi-
bility of PPC.
Although specific guidelines or consensus regarding

the definitive treatment of PPC have not been estab-
lished, a few options can be considered. These options
include conservative treatment, chemical pleurodesis, or
surgical repair of the diaphragmatic leak site. The con-
servative approach for a hydrothorax related to PPC in
PD patients should be considered first; however, limited
success was shown in a previous report of a case series
[7]. The rate of continuation of PD with conservative
treatment for PPC was found to be approximately 50–

Fig. 1 Pleural effusion detected by imaging examination. a Abundant pleural effusion can be detected, predominantly on the right side of the
lung field, as seen on chest radiography performed after the patient complained of slight dyspnea with weight gain. b Pleuroperitoneal
scintigraphy with a mixture of technetium-99m and dialysate reveals a transdiaphragmatic leakage predominantly on the right side of the pleural
cavity within 120 min after intraperitoneal injection. c After conservative management, no pleural effusion is detected on a chest radiograph
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60% [3, 4]. Conservative management of PD patients
with PPC includes the reduction of the PD dialysate vol-
ume in patients with residual renal function to decrease
the intra-abdominal pressure [15, 16] and a temporary
shift to hemodialysis in patients with anuria until the
spontaneous closure of minor defects in the diaphragm,
which takes approximately 4–6 weeks [17]. Chemical
pleurodesis is the second option and it is performed with
talc, tetracycline, doxycycline, or autologous blood infu-
sion into the chest cavity under VATS guidance [18–20].
Pleurodesis for PPC has been confirmed to have a suc-
cess rate of 90% [4] and a large confidence interval (50–
100%) which was attributed to the fact that pleural adhe-
sion caused by sclerosing substances is not always firmly
formed, resulting in PPC recurrence [18, 21, 22].
In recent years, surgical repair via VATS has been ad-

vocated [23]. However, this option has the following lim-
itations: it is more invasive than other options, the
defect site may not be detected owing to the microscopic
size in most cases [21, 24], and the recurrence rate of
pleuroperitoneal leak after VATS is uncertain. In previ-
ous reports, the priority of these PPC treatment options
was variable, and because there are currently no
evidence-based guidelines for PPC treatment, the treat-
ment decision is dependent on the patient’s clinical sta-
tus and the patient’s choice, as seen in our case.
In our case, although the connection between gastrec-

tomy and the occurrence of PPC was doubtful, it was
also difficult to determine whether PPC was due to sur-
gical manipulation or incomplete wound healing at the
surgical site. This was because gastrectomy was per-
formed via open surgery, which, unlike laparoscopic sur-
gery, is not affected by elevated intraperitoneal pressure,
and the wound healing progressed well for 1 month. Al-
though we could not find any report of PPC related to a
surgical procedure, some reports have described a rela-
tionship between malignant tumors and PPC-presenting
patients with ovarian cancer [25] or abdominal ascites re-
lated to gastric cancer [26]. However, in these reports,
PPC was the result of cancer or was associated with a ma-
lignant pathology and not with surgical complications.
Regardless of whether the PPC in our case was due to

the surgical procedure or not, we should consider the
optimal period of peritoneal rest until the resumption of
PD. For surgery in PD patients, there is a general con-
cern about possible leakage of dialysate from the postop-
erative wound [4, 27, 28]. Previous reports suggested
that the peritoneal rest period after surgery in PD pa-
tients should be 4–6 weeks, but it is unclear whether this
time is sufficient to prevent postoperative complications.
The effective rest period in our case was 5 weeks. The
optimal period of peritoneal rest with PD discontinu-
ation after pleurosclerosis or a diaphragm repair proced-
ure for a PPC defect was described as up to 8 weeks [4,

29, 30]. It is currently difficult to determine the appro-
priate period of postoperative peritoneal rest to prevent
complications, and this may be a good focus for pro-
spective clinical trials in the future.
Another suspected cause of PPC in our patient was the

bacterial peritonitis that occurred prior to gastrectomy.
Although bacterial peritonitis has not been indicated as a
major pathology that induces weakness of the peritoneum
and diaphragm, some reports have suggested an associ-
ation between PPC and peritonitis [31]. Prevot et al. re-
ported a case of pyopneumothorax and peritonitis due to
a perforated duodenal ulcer accompanied by PPC [32].
The cause of the pyopneumothorax was acute peritonitis
in the presence of PPC; however, the authors did not
mention an association between peritonitis and the onset
of PPC. Thus, there is insufficient evidence to confirm a
relationship between PPC and bacterial peritonitis.

Mini review: notable PD-related complications
other than those related to infections
We often encounter various clinical complications in the
management of patients undergoing PD. PD-related
complications are generally classified into infectious or
non-infectious pathologies. During these four decades
since PD was first established, the practice of PD has
comprised a history of resolving complications associ-
ated with infectious diseases [33]; however, it has been
shown that the number of cases of PD discontinuation
due to infectious diseases is decreasing due to increasing
knowledge and emerging guidelines for its treatment
[34, 35]. In contrast, there is concern regarding the in-
creasing rate of non-infectious complications that could
lead to technique failure, and approximately 20% of PD
patients switch to hemodialysis owing to these complica-
tions [36]. We reviewed some clinically significant non-
infectious PD-related complications and the main treat-
ment options (Fig. 2). These complications occasionally
cause common clinical symptoms, such as localized
edema and dialysate flow failure, and they decrease the
effectiveness of PD treatment.

Catheter-related complications
Non-infectious catheter-related complications include
malposition, obstruction, and leakage. Most of these
complications result in flow failure, abdominal pain,
bleeding, and sometimes, infections. Moreover, various
pathologies exist for catheter obstruction, including
kinking, intraluminal obstruction by fibrin or clot, exter-
nal wrapping by the omentum or fallopian tubes, and ex-
ternal adhesion of the dilated intestine due to
constipation. There are various solutions for eliminating
these complications depending on their cause(s). Some
of these complications are conservatively improved by
the administration of a laxative, by reducing or
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discontinuing dialysate exchanges, and in some cases, by
invasive procedures, such as catheter repositioning
through a fluoroscopically guided manipulation using a
semi-flexible wire [37], laparoscopic catheter reposi-
tioning, catheter replacement in an open abdomen, or sur-
gical removal of obstructing tissues from the catheter tip
[38]. A previous report presented the effect of the instilla-
tion of a thrombolytic agent (tissue plasminogen activator)
against intraluminal occlusion [39]. Catheter-related leak-
age around the catheter to external or subcutaneous tissue
is mostly due to inadequate surgical techniques such as in-
complete suturing of the catheter cuff to the peritoneum,
wound healing delay, or anatomic abnormalities, such as a
patent process of the peritoneum.

Complications induced by increased intraperitoneal
pressure (IAP)
IAP increases due to the accumulation of dialysate fluid
in the peritoneal cavity and is the inevitable pathology

surrounding PD treatment. According to the patho-
logical conditions that PD patients present with, a hernia
or hydrothorax could occur when the structures that
support the tissues around the abdominal cavity, such as
the inguinal canals and the umbilicus, are potentially
weak or defective or when the patient has a prior surgi-
cal incision or a diaphragmatic defect that occurred
prior to PD initiation. Hydrothorax is a typical example
of a leakage due to increased IAP, and a defect in the
diaphragm becomes a traffic route resulting in PPC. Be-
ing female and having ADPKD have also been reported
as prevalent factors related to PPC, followed by hydro-
thorax [5, 6], but there are also reports that suggest that
there is no clear association between hydrothorax and
sex [7] or ADPKD [8]. Thus, the factors that induce PPC
have not been established. Given that PPC can occur at
any time during the management of a PD patient, PPC
should be suspected in cases of unexplained pleural
effusion.

Fig. 2 Schematic overview of non-infectious PD complications. In relation to malposition, a laxative is considered first to smoothen the intestinal
movement, and the manipulation of the catheter using a semi-flexible wire or surgical repositioning is the next strategy. In case of kinks, a wire
technique to straighten the kinking site or surgical replacement is utilized. Surgical replacement is adapted for an intraluminal-occluded catheter
in cases of ineffective drug infusion or for a catheter wrapped by external tissues which cannot be removed. In case of external oppression by
the bowel tract, laxatives are suitable; however, when external oppression is induced by a firmly adhesive intestine, surgical adhesiolysis should
be considered. Leakage could be conservatively improved by the reduction or discontinuation of dialysate exchange or by changing the patient’s
position during dialysate dwell time. Surgery should be considered if catheter-related leakage is prolonged or repetitive. Hydrothorax induced by
IAP elevation requires pleurodesis or surgical repair using VATS in the absence of improvement by conservative measures. Although hernia is
often restored spontaneously by decreasing IAP via the reduction or discontinuation of PD, surgical repair is required if there is a recurrence or if
the herniated intestine is incarcerated. In metabolic disorders mainly induced by a high glucose-containing dialysate, we consider the use of
medications and changing the PD regimen with a glucose-sparing dialysate. To avoid EPS progression, infection control and a biocompatible or
glucose-sparing dialysate should be considered. In the inflammatory phase, steroid or tamoxifen administration may be considered, and if ileus is
present, adhesiolysis should be chosen. EPS, encapsulating peritoneal sclerosis; IAP, intraperitoneal pressure; PD, peritoneal dialysis; S/P, spine
position; t-PA, tissue plasminogen activator; VATS, video-assisted thoracoscopy
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Conversely, a hernia is more likely to be encountered
clinically. A hernia is often restored spontaneously by
decreasing the IAP via the reduction or discontinuation
of PD treatment. However, surgical repair is required if
there is a recurrence or the herniated intestine is incar-
cerated and necrotic [40]. A previous large-scale retro-
spective study conducted in the USA indicated that
cystic disease resulted in a 2.5-fold increase in the risk of
anatomic complications; female sex resulted in an 80%
reduction in the risk, and a Kt/V of over 2.0 resulted in
a 52% reduction in the risk of hernia [41].

Other notable complications
Previous studies have reported the importance of meta-
bolic disorders in PD patients [36]; hyperglycemia and
hyperinsulinemia increased the prevalence of cardiovas-
cular disease events in PD patients compared to patients
undergoing hemodialysis [42]. In particular, dialysates
containing high levels of glucose could elevate plasma
insulin levels with intraperitoneal glucose loading in a
dose-dependent manner and induce the onset of dia-
betes [43] and the harmful effects of a hemodynamic sta-
tus [44]. Therefore, not only medications such as
antihyperglycemic agents or insulin should be consid-
ered, a combined regimen including a dialysate contain-
ing as low levels of glucose as possible and a glucose-
sparing dialysate containing icodextrin should also be
considered [45].
Another critical issue in PD management is encapsu-

lating peritoneal sclerosis (EPS). EPS is defined as a
series of pathologies in which various stages of the path-
ologies progress, such as the stage of peritoneal inflam-
mation, peritoneal membrane thickening, and
encasement of bowel loops, which finally cause infiltra-
tion failure and frequent bowel obstructions. Although
previous reports that suggested an association between
EPS progression and significant morbidity and high mor-
tality have prevented the widespread use of PD, EPS has
been on a decreasing trend due to improvements in the
treatment of peritonitis and the regimen of the dialysate
[46]. Recently, the risks of and treatment guidelines for
EPS were published in Japan [47], and various interven-
tions were recommended to avoid EPS progression.
Concerning the risk factors for EPS, such as peritonitis,
low dialysate pH, or high levels of glucose degradation
products in the dialysate, thorough hand hygiene to pre-
vent bacterial contamination and the use of highly bio-
compatible or glucose-sparing dialysate to reduce
peritoneal membrane deterioration are recommended.
In the inflammatory phase, steroids or tamoxifen may be
used to reduce peritoneal fibrosis and sclerosis; however,
the outcomes obtained from the administration of these
agents are limited [48, 49]. The results of surgical inter-
ventions have improved, and adhesiolysis performed by

an experienced team should be considered early [49]. In
order to accomplish effective RRT, discussions about
shifting to hemodialysis should be initiated while still
continuing PD with adequate safety [48].

Conclusions
PPC is a rare but common complication in PD patients.
PPC is due to the elevation of pressure in the abdominal
cavity via various pathways; therefore, it is important to
identify the appropriate treatment options that are avail-
able for PPC in each case. Moreover, more information
is required to establish the optimal peritoneal rest period
after surgical procedures. Assessing information regard-
ing the optimal period of peritoneal rest will result in
improved patient outcomes, as well as meet patients’ de-
sire to maintain their normal lifestyle through continued
PD treatment. Here, we describe a PD patient who de-
veloped PPC after bacterial peritonitis and gastrectomy.
Our case showed that even if we take measures to pre-
vent pleuroperitoneal leakage, PPC could occur at any
time. We hope that our data will contribute to the estab-
lishment of a consensus or guidelines for PPC manage-
ment in PD patients.

Abbreviations
PD: Peritoneal dialysis; PPC: Pleuroperitoneal communication; ADPK
D: Autosomal dominant polycystic kidney disease; VATS: Video-assisted
thoracoscopy; IAP: Intraperitoneal pressure; EPS: Encapsulating peritoneal
sclerosis

Acknowledgements
Not applicable

Authors’ contributions
JI and HK, as attending doctors, were involved in the treatment protocol.
Clinical follow-up and material preparation, such as data imaging collection,
and histological examination, were performed by JI, HK, EK, MK, KS, and HE.
The manuscript was written by JI. KN commented on the manuscript as a
supervisor. All authors have read and approved the final version of the
manuscript.

Funding
This case report did not receive any funding.

Availability of data and materials
The datasets used in this case report are available from the corresponding
author on reasonable request.

Ethics approval and consent to participate
In this report, all procedures were carried out in accordance with the ethical
standards of the institutional review board of our center (IRB approval
number 0454).

Consent for publication
Informed consent was obtained from the patient and his family.

Competing interests
The authors declare that they have no competing interests.

Author details
1Department of Nephrology, Toda Central General Hospital, 1-19-3 Hon-cho,
Toda City, Saitama 335-0023, Japan. 2Department of Nephrology, Tokyo
Women’s Medical University, 8-1 Kawada-cho, Shinjyuku-ku, Tokyo 162-0054,
Japan.

Ino et al. Renal Replacement Therapy            (2020) 6:57 Page 6 of 8



Received: 7 May 2020 Accepted: 23 November 2020

References
1. Tang S, Chui WH, Tang AWC, Li FK, Chau WS, Ho YW, et al. Video-assisted

thoracoscopic talc pleurodesis is effective for maintenance of peritoneal
dialysis in acute hydrothorax complicating peritoneal dialysis. Nephrol Dial
Transplant. 2003;18:804–8.

2. Light RW. Management of spontaneous pneumothorax. Am Rev Respir Dis.
1993;148:245–8.

3. Szeto CC, Chow KM. Pathogenesis and management of hydrothorax
complicating peritoneal dialysis. Curr Opin Pulm Med. 2004;10:315–9.

4. Chow KM, Szeto CC, Li PKT. Management options for hydrothorax
complicating peritoneal dialysis. Semin Dial. 2003;16:389–94.

5. Fletcher S, Turney JH, Brownjohn AM. Increased incidence of hydrothorax
complicating peritoneal dialysis in patients with adult polycystic kidney
disease. Nephrol Dial Transplant. 1994;9:832–3.

6. Del Peso G, Bajo MA, Costero O, Hevia C, Gil F, Díaz C, et al. Risk factors for
abdominal wall complications in peritoneal dialysis patients. Perit Dial Int.
2003;23:249–54.

7. Nomoto Y, Suga T, Nakajima K, Sakai H, Osawa G, Ota K, et al. Acute
hydrothorax in continuous ambulatory peritoneal dialysis--a collaborative
study of 161 centers. Am J Nephrol. 1989;9:363–7.

8. Abbott KC, Agodoa LY. Polycystic kidney disease at end-stage renal disease
in the United States: patient characteristics and survival. Clin Nephrol. 2002;
57:208–14.

9. Lieberman FL, Hidemura R, Peters RL, Reynolds TB. Pathogenesis and
treatment of hydrothorax complicating cirrhosis with ascites. Ann Intern
Med. 1966;64:341–51.

10. Fujino Y, Kawada N, Ito K, Katsura H, Maeda H, Mitsumoto K, et al. Recurrent
pleuroperitoneal leak caused by diaphragm blebs in a peritoneal dialysis
patient: a case report with literature review. Ren Replace Ther. 2018;4:40.

11. Momenin N, Colletti PM, Kaptein EM. Low pleural fluid-to-serum glucose
gradient indicates pleuroperitoneal communication in peritoneal dialysis
patients: presentation of two cases and a review of the literature. Nephrol
Dial Transplant. 2012;27:1212–9.

12. Cho Y, D'Intini V, Ranganathan D. Acute hydrothorax complicating
peritoneal dialysis: a case report. J Med Case Rep. 2010;4:355.

13. Contreras-Puertas P, Benítez-Sánchez M, Jiménez-Heffernan A, Rebollo-
Aguirre A, Cruz-Muñoz S. Hydrothorax in continuous ambulatory peritoneal
dialysis: peritoneoscintigraphy in a case of spontaneous closure of
pleuroperitoneal communication. Clin Nucl Med. 2002;27:208–9.

14. Pankaj P, Pathak V, Sen IB, Verma R, Bhalla AK, Marwaha A, et al. Use of
radionuclide peritoneography in the diagnosis of pleuroperitoneal
communication as a complication of continuous ambulatory peritoneal
dialysis. Indian J Nucl Med. 2005;20:4–8.

15. Girault-Lataste A, Abaza M, Valentin JF. Small volume APD as alternative
treatment for peritoneal leaks. Perit Dial Int. 2004;24:294–6.

16. Christidou F, Vayonas G. Recurrent acute hydrothorax in a CAPD patient:
successful management with small volumes of dialysate. Perit Dial Int. 1995;
15:389.

17. Ing A, Rutland J, Kalowski S. Spontaneous resolution of hydrothorax in
continuous ambulatory peritoneal dialysis. Nephron. 1992;61:247–8.

18. Jagasia MH, Cole FH, Stegman MH, Deaton P, Kennedy L. Video-assisted talc
pleurodesis in the management of pleural effusion secondary to continuous
ambulatory peritoneal dialysis: a report of three cases. Am J Kidney Dis.
1996;28:772–4.

19. Kanaan N, Pieters T, Jamar F, Goffin E. Hydrothorax complicating continuous
ambulatory peritoneal dialysis: successful management with talc pleurodesis
under thoracoscopy. Nephrol Dial Transplant. 1999;14:1590–2.

20. Mak SK, Nyunt K, Wong PN, Lo KY, Tong GMW, Tai YP, et al. Long-term
follow-up of thoracoscopic pleurodesis for hydrothorax complicating
peritoneal dialysis. Ann Thorac Surg. 2002;74:218–21.

21. Allen SM, Matthews HR. Surgical treatment of massive hydrothorax
complicating continuous ambulatory peritoneal dialysis. Clin Nephrol. 1991;
36:299–301.

22. Mak SK, Chan MW, Tai YP, Wong PN, Lee KF, Fung LH, et al. Thoracoscopic
pleurodesis for massive hydrothorax complicating CAPD. Perit Dial Int. 1996;
16:421–3.

23. Nishina M, Iwazaki M, Koizumi M, Masuda R, Kakuta T, Endoh M, et al. Case
of peritoneal dialysis-related acute hydrothorax, which was successfully

treated by thoracoscopic surgery, using collagen fleece. Tokai J Exp Clin
Med. 2011;36:91–4.

24. Singh S, Vaidya P, Dale A, Morgan B. Massive hydrothorax complicating
continuous ambulatory peritoneal dialysis. Nephron. 1983;34:168–72.

25. Akimoto T, Yamazaki T, Kohara M, Nakagawa S, Kanai Y, Izawa S, et al.
Pleuroperitoneal communication and ovarian cancer complicating
peritoneal dialysis: a case report of a patient with end-stage kidney disease.
Clin Med Insights Case Rep. 2017;10:1179547617735818.

26. Jacobson AF, Cerqueira MD, Breitz HB, Whitley MA, Higano CS.
Pleuroperitoneal communication associated with malignant ascites. A
potential cause for new pleural effusion suggestive of pulmonary embolism.
Clin Nucl Med. 1990;15:317–20.

27. Kleinpeter MA, Krane NK. Perioperative management of peritoneal dialysis
patients: review of abdominal surgery. Adv Perit Dial. 2006;22:119–23.

28. Tapawan K, Chen E, Selk N, Hong E, Virmani S, Balk R. A large pleural
effusion in a patient receiving peritoneal dialysis. Semin Dial. 2011;24:560–3.

29. Saito M, Nakagawa T, Tokunaga Y, Kondo T. Thoracoscopic surgical
treatment for pleuroperitoneal communication. Interact Cardiovasc Thorac
Surg. 2012;15:788–9.

30. Okada H, Ryuzaki M, Kotaki S, Nakamoto H, Sugahara S, Kaneko K, et al.
Thoracoscopic surgery and pleurodesis for pleuroperitoneal communication
in patients on continuous ambulatory peritoneal dialysis. Am J Kidney Dis.
1999;34:170–2.

31. Mahale AS, Katyal A, Khanna R. Complications of peritoneal dialysis related
to increased intra-abdominal pressure. Adv Perit Dial. 2003;19:130–5.

32. Prevot F, Browet F, Mauvais F. Pyopneumothorax and peritonitis due to
perforated duodenal ulcer and associated pleuroperitoneal communication.
J Visc Surg. 2016;153:311–3.

33. Thodis E, Passadakis P, Lyrantzopooulos N, Panagoutsos S, Vargemezis V,
Oreopoulos D. Peritoneal catheter and related infections. Int Urol Nephrol.
2005;37:379–93.

34. Li PK, Szeto CC, Piraino B, Arteaga J, Fan S, Figueiredo AE, et al. ISPD
perionitis recommendation: 2016 update on prevention and treatment.
Perit Dial Int. 2016;36:481–508.

35. Szeto CC, Li PK, Johnson DW, Bernardini J, Dong G, Figueiredo AE, et al.
ISPD catheter-related infection recommendations: 2017 update. Perit Dial
Int. 2017;32:151–4.

36. McCormik BB, Bargman JM. Non-infectious complicatons of peritoneal
dialysis: implications for patient and technique survival. J Am Soc Nephrol.
2007;18:3023–5.

37. Miller M, McCormick B, Lavoie S. Fluoroscopic manipulation of peritoneal
dialysis catheter: outcomes and factors associated with successful
manipulation. Clin J Am Soc Nephrol. 2012;7:795–800.

38. Crabtree JH. Selected best demonstrated practice in peritoneal dialysis
access. Kidney Int. 2006;Suppl 70:S27-37.

39. Zorzanello MM, Fleming WJ, Prowant BE. Use of tissue plasminogen
activator in peretoneal dialysis catheters: a literature review and one
center’s experience. Nephrol Nurs J. 2004;31:534–7.

40. Crabtree JH. Hernia repair without delay in initiating and continuing
peritoneal dialysis. Peirt Dial Int. 2006;26:178–82.

41. Van Dijk CM, Ledesma SG, Teitelbaum I. Patient characteristics associated
with defects of the peritoneal cavity boundary. Peirt Dial Int. 2005;25:367–
73.

42. Vonesh EF, Snyder JJ, Foley RN, Collins AJ. Mortality studies comparing
peritoneal dialysis and hemodialysis: what do they tell us? Kidney Int. 2006;
Suppl 70:S3-11.

43. Szeto CC, Chow KM, Kwan BC, Chung KY, Leung CB, Li PK. New-onset
hyperglycemia in nondiabetic Chinese patients started on peritoneal
dialysis. Am J Kidney Dis. 2007;49:524–32.

44. Selby NM, Fialova J, Burton JO, McIntyre CW. The haemodynamic and
metabolic effects of hypertonic-glucose and amino-acid-based peritoneal
dialysis fluids. Nephrol Dial Transplant. 2007;22:870–9.

45. Furuya R, Odamaki M, Kumagai H, Hishida A. Beneficial effects of icodextrin
on plasma levels of adipocytokines in peritoneal dialysis patients. Nephrol
Dial Transplant. 2006;21:494–9.

46. Kawanishi K, Honda K, Tsukada M, Oda H, Nitta K. Neutral solution low in
glucose degradation products is associated with less peritoneal fibrosis and
vascular sclerosis in patients receiving peritoneal dialysis. Perit Dial Int. 2013;
33:242–51.

47. Kawaguchi Y, Saito A, Kawanishi H, Nakayama M, Miyazaki M, Nakamoto H,
et al. Recommendations on the management of encapsulatoing peritoneal

Ino et al. Renal Replacement Therapy            (2020) 6:57 Page 7 of 8



sclerosis in Japan, 2005: Diagnosis, predictive markers, treatment, and
preventive measures. Perit Dial Int. 2005;25 Supple4:S83-95.

48. Brown EA, Bargman J, van Biesen W, Chang MY, Finkelstein FO, Hurst H,
et al. Length of time on peritoneal dialysis and encapsulating peritoneal
sclerosis - position paper for ISPD: 2017 update. Perit Dial Int. 2017;37:362–
74.

49. Woodrow G, Fan SL, Reid C, Denning J, Pyrah AN. Renal association cinical
practice guideline on peritoneal dialysis in adults and children. BMC
Nephrol. 2017;18:333.

Publisher’s Note
Springer Nature remains neutral with regard to jurisdictional claims in
published maps and institutional affiliations.

Ino et al. Renal Replacement Therapy            (2020) 6:57 Page 8 of 8


	Abstract
	Background
	Case presentation
	Conclusions

	Background
	Case presentation
	Discussion
	Mini review: notable PD-related complications other than those related to infections
	Catheter-related complications
	Complications induced by increased intraperitoneal pressure (IAP)
	Other notable complications

	Conclusions
	Abbreviations
	Acknowledgements
	Authors’ contributions
	Funding
	Availability of data and materials
	Ethics approval and consent to participate
	Consent for publication
	Competing interests
	Author details
	References
	Publisher’s Note

