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1. Introduction

Acute pancreatitis (AP) is defined as an acute inflammatory process involving the pancreatic
gland with variable involvement of other adjacent or distant organs. Its incidence ranges from
2 to 50/100.000 habitants and seems to have grown from the 80s, probably due to increased
alcohol consumption among young people and the formation of gallstones in some specific
areas [1, 2].

These two etiologies account for about 80% of all cases of AP. Fortunately, most cases are mild
and self-limiting [3-5]. However about 30% manifest as a severe form. Necrotizing acute
pancreatitis (nAP) is a severe condition and is associated with local or systemic complications
and can be fatal [6-8]. Many causes have been attributed to AP, but in some episodes, they are
difficult to be identified [9, 10]. When some etiological factors can be identified and eliminated,
prognosis is better and new outbreaks can be prevented.

The abuse of alcohol and gallstones are common causes of AP and account for 50-80% of cases
[11]. The first is more frequent in males and the latest in women. These conditions can be easily
identified by the patient's history (alcohol use) or by abdominal ultrasound (US) in choleli‐
thiasis [12].

Gallstones are responsible for approximately 60% of all cases of AP due theoretically, to a
transitory impaction of gallstones through the duodenal papilla. Indeed, biliary stones are
often found in the gallbladder and common bile duct during surgical exploration in patients
with AP are also found in more than 90% of all cases, after wet sieving of stools in the first 24
hours of the acute episode [13-17].
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When analyzing all the episodes of biliary AP, gallstones are identified in 80% by US after the
resolution of the attack [18]; 10% are visualized by endoscopic retrograde cholangiopancrea‐
tography (ERCP) [19] and/or Magnetic Resonance Cholangiopancreatography (MRCP) [20,
21] and the remaining gallstones are detected during laparotomy or postmortem examination
[14, 22, 23]. Six to 8% of individuals with gallstones present episodes of AP [24] and in those
with microlithiasis the rate of AP reach 22% [25]. In some patients, the outbreak of AP is relate
to hypertriglyceridemia, hypercalcemia, reactions to drugs, abdominal trauma, surgery, or
ERCP [26].

2. The role of EUS diagnosis in acute pancreatitis

EUS can be used in two situations: for diagnosis of parenchymal abnormalities in AP [27] or
used for determining the etiologic diagnosis in cases of UAP [28-30].

2.1. Unexplained Acute Pancreatitis (UAP)

Notwithstanding the foregoing, in many episodes of AP the cause is not identified, even after
a clinical history, physical examination and laboratory tests such as US, serum triglycerides
and calcium which reveal normal. Such episodes are labeled as having "no apparent cause"
[26]. Despite the propaedeutic methods available, the frequency of UAP is around 10% to 30%
and 25-50% will present recurrence two years after the first episode [31, 32]. UAP has a high
rate of morbidity and mortality due to the tendency for recurrence [33, 34]. It is important to
establish the etiology of AP, not only for its prognostic implications, but to adopt the appro‐
priate treatment, enhancing patient outcome and reducing the risk of recurrence [35, 36].

Ranson [37], Miquel et al. [38] and Tarnasky & Hawes [26] showed that approximately 30% of
UAP are secondary to undiagnosed microlithiasis of the gallbladder (GML). They easily tend
to migrate through the cystic duct [39] with impaction in the duodenal papilla [13] and causing
biliary colic, jaundice and AP [40]. Therefore, endoscopic ultrasound (EUS) is very useful in
these patients.

2.1.1. Microlithiasis and biliary sludge

Some peculiarities of Microlithiasis such as radiolucency [41] and small size (maximum size 3
mm) [42], make it difficult to identify by conventional image methods such as US, CT, ERCP,
MRCP [41]. According to these authors, stones presenting these characteristics constitute
microlithiasis (Figure 1 and 2).

Biliary sludge appears in ultrasound or EUS as multiple hyperechoic mobile signals, without
acoustic shadow, forming levels within the gallbladder and are labeled as microlithiasis
(Figure 3 and 4) [43, 44].
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 Figure 3. EUS images (a e b) shows mobile multiple hyperechoic signals, without acoustic shadow, forming levels
within the gallbladder.

Figure 1. Electronic sectorial EUS. Hyperechoic image forming level, with the presence of acoustic shadow of gallblad‐
der body in a patient with multiple episodes of AP.

Figure 2. Small stones (less than 3 mm), causing episodes of AP. Stones up to 3 mm, found in the surgical specimen are
also included.
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Figure 4. Electronic sectorial EUS shows wall thickening (acute cholecystitis) and multiple hyperechoic mobile signals
without acoustic shadow, producing level within the gallbladder (biliary sludge).

2.1.2. Genesis of the episode of AP in patients with GML

The risk of AP in these patients is related to the size of the stones, the caliber of the cystic duct
and the size and length of the Oddi’s sphincter. Armstrong et al. demonstrated, in a prospective
study, that the diameter of the cystic duct was 4.94 + 2.3 mm in patients with AP, in contrast
to a shorter diameter found in those patients without AP (control group) [24]. Additionally,
revealed that in 64.5% of patients with GML, the passage through the cystic duct was easy,
while in the control group the passage of GML occurred in only 22.4% due to the smaller
diameter of the cystic duct. A mechanical important factor is the diameter of the Oddi’s
sphincter, which ranges from 2 + 1 mm, constituting an obstacle to the passage of stones, which
could cause AP [45].

The length of the common bile duct seems to be involved in the genesis of the outbreaks
of AP as it is much larger in these patients than in those without the condition [24]. Starting
from this premise, it is inferred the importance of this anatomical condition which increases
the migration time of microlithiasis [24, 45]. Such concepts strongly advocated a theory that
patients  with AP have anatomical  conditions  that  facilitate  the  migration of  gallbladder
microlithiasis (GML) to the common bile duct and whose expulsion is delayed due to a
longer route to reach duodenum [24, 45]. Another author showed that besides the larger
diameter of the cystic duct, the number of stones is higher in patients with AP [23]. This
finding was confirmed in our study where all patients with GML showed multiple stones
(Figures 1, 2, 3, 4 and 5) [46].
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Figure 5. EUS Images obtained from patients with UAP. (a) Multiple hyperechoic echoes, some of them showing
acoustic shadow. Histologic examination of the surgical specimen revealed cholesterolosis. (b) Gallbladder image
shows perivesicular fluid. Surgical procedure revealed the presence of microlithiasis undetected by EUS e o pathologi‐
cal examination of the surgical specimen revealed cholesterolosis.

2.1.3. Diagnosis

2.1.3.1. Parenchymal changes in AP

Sugiyama et al. used EUS in 23 patients with AP (16 mild AP and 7 nAP). The following criteria
were observed: focal or diffuse parenchymal increasing and pancreatic echotexture ranging
from normal (compared to the liver), diffusely hypoechoic, focal intrapancreatic masses (well-
defined hypoechoic areas and hyperechoic dots). They observed an increase in pancreatic
parenchyma in edematous form in 62.5% and in all patients with nAP. Echotexture was normal
in 25% of patients with nAP and diffusely hypoechoic in the other 75%. Among the 7 patients
with nAP, 5 (71.4%) had well-defined hypoechoic areas and 2 (28.6%) showed hypoechoic
areas with hyperechoic dots. The location and size of focal masses corresponded to areas of
pancreatic necrosis seen on CT. The main pancreatic duct (MPD) was considered normal (up
to 2mm) in 11 patients and slightly dilated (2-4mm) in 7. Extrapancreatic extension was
identified as hypoechoic areas. EUS was able to identify all cases of fluid collection in cul de
sac. Retroperitoneal involvement was observed in 77.7% (7 of 9 patients). In this situation the
extrapancreatic extension was limited according to the range of transducer (5-7cm). Subse‐
quently, the hypoechoic areas with hyperechoic dots progressed to pancreatic abscesses [27].

In another study involving 36 patients with biliary AP (mild and necrotizing), Chak et al
evaluated the following parameters: increasing of the pancreatic parenchyma, peripancreatic
fluid, echogenicity, echotexture and heterogeneity, and edema of the gastroduodenal wall,
correlating them with the hospitalization time until clinical condition improves [47]. Under‐
standably, patients with peripancreatic fluid collection present a longer hospital stay. How‐
ever, the authors were unable to explain the correlation between the coarse echotexture and a
longer hospital stay [47]. We agree it would be very difficult to explain.
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2.1.4. Biliary etiology

2.1.4.1. Choledocholithiasis

According to Sugiyama et al [27], mentioned above, EUS sensitivity for diagnosis of choledo‐
cholithiasis was 100% against 43% and 57%, for US and CT respectively. The US sensitivity for
diagnosis of gallstones varies between 87 and 98% [48] and for choledocholithiasis between 22
and 75% [49]. Table 1 shows the results of several studies evaluating US, CT, and EUS findings,
in the diagnosis of choledocholithiasis.

Author, year n Method Sensitivity% Specificity% VP+% VP-% Accuracy%

Amuoyal, 1994 [49] 62 US 25 100 100 56 -

CT 75 94 92 78 -

EUS 97 100 100 97 -

Sugiyama, 1995 [27] 23 US 43 - - - -

CT 57 - - - -

EUS 100 100 - - 100

Sugiyama, 1997* [50] 142 US 63 95 - - 83

CT 71 97 - - 87

EUS 96 100 - - 99

Sugiyama, 1998[51] 35 US 47 90 71

CT 47 95 74

EUS 100 100 100

Chak, 1999 [47] 36 US 50 100 100 74 83

ERCP 92 87 79 94 89

EUS 91 100 100 95 97

Ardengh, 2000 [52] ** 22 ERCP 53.3 100 100 50 68.2

EUS 86.7 80 92.9 66.7 77.3

Liu, 2001 [29] 100 US 26 100 - - 75

ERCP 97 95 - - 96

EUS 97 98 - - 98

*patients with or without history of AP

**choledochal microlithiasis

Table 1. Results of different image methods in the diagnosis of choledocholithiasis.

In our experience, we evaluated 22 patients with suspected choledochal microlithiasis during
outbreaks of AP. We found that EUS identified the presence of stones in 86.7% of cases (mean
stone size: 5mm), when compared to ERCP (sensitivity of 53.3%). The common bile duct was
studied in all patients. No procedure-related complications were observed. We conclude that
EUS is able to identify small stones and biliary dilatation, and should be considered as a
diagnostic alternative in patients with suspected choledochal stones (Figure 6) [52].
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Figure 6. EUS image shows hyperechoic arciform area, with acoustic shadow, within choledocolithiasis in a patient
with UAP. This finding was confirmed by ERCP.

2.1.4.2. Microlithiasis

After systematic diagnostic investigation (clinical, biochemical and by imaging methods) to
identify the etiology of AP, about 10% to 30% of patients have no known cause and were labeled
as UAP [53, 54]. It is at least controversial the assertion that if the etiology of an episode of AP
remains unclear, after detailed endoscopic investigation (ERCP or ERCP + bile collection), this
condition should be labeled as "idiopathic" [26, 32].

The identification of patients with microlithiasis arouses great interest due to the possibil‐
ity of recurrent outbreaks of AP, and allowing early treatment, especially when the disease
is  silent  or  little  symptomatic  [25,  36,  55].  For  this  reason,  the  introduction  of  sensitive
diagnostic  and minimally invasive methods,  and the resurgence of  old methods (collec‐
tion of bile for crystals search) became attractive along with more invasive methods such
as endoscopic manometry [56].

About this point of view, seem to loom in importance the advanced endoscopic techniques:
ERCP, ERCP with bile collection, for research of crystals [81, 82] and EUS in order to detect
GML [57-62]. Thus, the diagnosis of stones less than 3 mm (ML) is of fundamental importance
for the adoption of an appropriate therapeutic measure.

The radiological demonstration of biliary stones depends on the difference of tone between
the stone and the environment that surrounds it [63]. Patients with migrant and radiolucent
stones have episodes of biliary colic, AP recurrence and transient jaundice [14], despite normal
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appearance of the biliary tract seen in MRCP, ERCP, and US. We consider the biliary sludge
(Figures 3, 4 and 5a) as ML, because biliary sludge and stones larger than 4 mm diameter,
present acoustic shadow, can be identified by the US, [64], and being confused "in vivo"
according to Simeone et al. [65] and can be differentiated "in vitro" according to Filly et al. [43].

Simeone et al. [65] showed the presence of microlithiasis in 8.3% of patients with "biliary
sludge" undergoing surgery. Filly et al. [43] concluded that the presence of "biliary sludge"
should be considered abnormal because there may be calcium bilirubinate or cholesterol
precipitates (ML).

The possibility of finding GML in a patient with gallstones detected by imaging methods,
according to the concept of less than or equal to 3 mm diameter size, is around 25% [25, 42].
This rate increases to 40% when the stone changes from 3 mm to 5 mm. When the criterion of
radiolucency is used, it drops to 10% [66, 67].

Thus, due to the small size, stones smaller or equal to 3 mm are difficult to identify by MRCP,
ERCP, and US, remaining a diagnostic challenge, especially for the latter, due to possible
confusion with biliary sludge. Patients with AP recurrence that have no changes in US may
present stones during surgery. The size and density of the stones are the most important factors
in the occurrence of false results [68].

The ERCP is used in the etiological diagnosis of patients with UAP, identifying potentially
treatable conditions in 30% to 70% of cases and stones (Figure 7) between 4% to 15% [56, 57].
But one must keep in mind that this test is able to raise the levels of amylase in 30% to 75% of
asymptomatic patients, and that AP is the most frequent complication after this procedure,
ranging from 0.5% to 17% [69]. Thoeni et al reported CT signs varying from mAP to nAP in
28% of patients undergoing diagnostic ERCP [70].

Figure 7. ERCP image showing microlithiasis within the bile duct without dilatation.
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Dahan et al, in a prospective study, compared the accuracy of EUS and collecting bile for
detecting biliary crystals in patients with suspected biliary etiology. They had symptoms of
AP, transient jaundice and cramping in the right upper quadrant, and a negative US for biliary
stones. The study included 45 patients, 24 with gallstones confirmed by surgery. The sensi‐
tivity, specificity, positive and negative predictive values for EUS were, 96%, 86%, 89% and
95% and for the collection of bile, 67%, 91%, 89% and 70%, respectively. The major problem
related to EUS was the existence of 3 false positives. According to this author the images taken
as stones were due to acoustic reverberation produced by the movement of the gallbladder
wall, forming artifacts confused with ML [71].

In our study involving 36 patients with UAP, sensitivity was 92.6% and positive predictive
value was 86.2%, for identifying GML. Based on these data, it appears that EUS is safe and
provides good diagnostic accuracy. The probable responsible factors for a high rate of GML
detection include the proximity of gallbladder related to stomach and duodenal wall; the
reduced distance (0.5 mm) between the EUS transducer and the gallbladder compared to the
US abdominal transducer. Besides that the facility to obtain the ideal focal point to produce
undistorted images; the study of the entire gallbladder (infundibulum, body, and fundus) and
cystic duct, even in patients with nAP and the use of frequencies of 5.0, 7.5 and 12 MHz,
producing detailed images [72].

Moreover,  specificity and negative predictive value were 55.6% and 71.4%,  respectively.
These data are questionable and imprecise. The main responsible factors for these rates, to
a greater or lesser degree include a very small sample of individuals without the disease
and the greater likelihood of patients included in the study having biliary etiology as the
cause of episodes of AP [72].

In a study involving 168 patients with UAP, Frossard et al using EUS could identify the
presence of gallstones in 103 (61%) cholelithiasis or microlithiasis in 52, biliary sludge in 12
choledocholithiasis in 10, and more than one of these findings in 29. Ruling out other causes
(chronic pancreatitis, tumors, etc.), only 37 remained with unchanged diagnosed [58]. A similar
study using EUS in 44 patients with UAP, Norton & Alderson found a definite cause for AP
in 18 patients (41%) and a probable etiology in 14 (31.8%). Only 9 had no diagnosis. EUS showed
2 false-positive results, and due to technical problems in 1 patient it was not possible to do the
procedure [48].

Liu et al prospectively studied 89 patients with UAP. All of them underwent CT, ERCP, and
US up to 24 hours from hospital admission. After these procedures, 18 patients were labeled
as having UAP. All underwent EUS, which revealed GML in 14 (77.7%) and 3 had concomitant
stones in the common bile duct (21.4%). These findings suggest that a patient with AP should
not be labeled as UAP before underwent EUS [73].

Tandon & Topazian evaluated the role of EUS in etiological diagnosis of UAP episodes. In
21/31 patients (68%) EUS revealed the etiologic factor. Biliary stones in 14%, initial chronic
pancreatitis in 45%, pancreas divisum in 6.5%, and tumor in 3.2%. In 32% of cases, EUS was
normal and could not identify the cause. The results of this study show that EUS is less invasive
than ERCP, effectively demonstrating the etiology of AP in more than two thirds of cases [30].
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In biliary AP, EUS performed before ERCP helps in selecting patients requiring endoscopic
therapy, reducing the need for diagnostic cholangiography (and its potential risks) in about
50% of them [51].

Levy et al in a multicenter study evaluated various factors to predict biliary etiology of AP. In
213 patients with AP, biliary etiology was present in 62%, alcohol in 35% and other causes in
13%. In 15% of patients with biliary etiology, only EUS was able to make diagnosis. The other
tests were negative. The authors conclude that EUS is useful to confirm or exclude biliary
stones, as a source of AP, and the age, sex and alanine transaminase obtained during admission
are the only predictive factors in favor of biliary origin [73].

Shimpi et al demonstrated the diagnostic accuracy of EUS and ERCP in patients with UAP.
EUS revealed the diagnosis in 44% [28/63] of patients, whereas ERCP made the diagnosis in
71% [45/63]. The rate of occurrence of AP after ERCP and manometry was 17%. There was no
adverse event related to EUS and EUS-FNA in two patients. The authors conclude that EUS
has an important role in diagnosis of UAP etiology [56].

2.1.4.3. Personal casuistic

From 1999 to 2006, we studied prospectively 143 patients (76 women) with a mean age of 51
years (8-84y). According to ultimate etiology, the causes included biliary, parenchymal
and/or ductal, vesicular and neoplasm. We compared the results of EUS and surgery in 103
patients. Forty patients had a mean follow up of 36 months (13-56m). The final diagnosis was
obtained by EUS [72], surgery [16], EUS-FNA [12] and ERCP [9]. EUS detected changes in 101
patients (70%). The cause of AP was biliary in 68 patients, parenchymal and/or ductal in 14,
neoplastic in 14, vesicular in 9, and no cause in 37. When compared to a multidisciplinary
investigation, EUS (diagnosis of biliary, parenchymal, neoplastic, and vesicular etiologies) we
found these rates for diagnostic accuracy: 89.7%, 64%, 44% and 86.6%, respectively. EUS
clarified the etiology of AP in 89.7%. Therefore, EUS is of great value in identifying the etiology
of patients with UAP. This diagnosis should be made after EUS evaluation.

Moreover, EUS-FNA can help diagnose of UAP episodes. In the former group, 16 patients
underwent EUS-FNA. Previously, all had undergone at least to US and CT, which revealed no
biliary-pancreatic alterations, and 64% of patients had more than one episode of AP. EUS
findings, up to 1 week of the outbreak, found solid [11] and cystic lesions [5]. The final diagnosis
of malignancy [11] and benign lesion [5] was confirmed in 15 cases by surgery and in 1 by
clinical follow-up. We compared the results of EUS-FNA with surgical findings and follow-
up. In this population of patients with UAP [143], the finding of tumors occurred in 9.8%. The
final etiologic diagnosis was ductal adenocarcinoma [7], intraductal mucin-producing
neoplasm [3], cystadenocarcinoma [2], inflammation of the common bile duct with stenosis [2],
mucinous cystadenoma [1] and neuroendocrine tumor [1]. Isolated EUS and EUS-FNA showed
sensitivity, specificity, positive and negative predictive values, and accuracy for diagnosis of
malignancy of 92.3% and 80%, 33.3% and 100%, 85.7% and 100 %, 50% and 75%, 81.3% and
87.5%, respectively. In this series, no adverse events occurred. EUS-FNA is safe and effective
for diagnosing of neoplastic etiology in patients with UAP, and should be performed in
suspected tumors, because it increases the specificity and negative predictive value.
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3. The role of EUS-therapeutic intervention in acute pancreatitis

The pancreatic fluid collections (PFC) develop by fluid extravasation or from liquefaction of
pancreatic necrosis after an episode of AP, chronic pancreatitis (CP), surgery or abdominal
trauma. The Atlanta classification defined the nomenclature of PFC. The presence of under‐
lying ductal injury; the severity of AP and the maturation of PFC relative to the beginning of
AP are factors that influence formation and composition of a PFC (Figure 8) [74, 75].

Figure 8. Pancreatic fluid collection without debris after 8 weeks from acute pancreatitis.

3.1. Pseudocyst (PSC)

PSC is the most common cystic lesion of the pancreas. By definition it is a localized fluid
collection, rich in pancreatic secretions, within or adjacent to the gland, surrounded by a non-
epithelial wall, which results from an episode of AP or CP, pancreatic ductal obstruction or
trauma. The pancreatic secretion leakage causes an inflammatory response, resulting in a cystic
wall formation composed by fibrotic tissue, granulation tissue, which appears weeks after the
clinical onset. The development of a well-defined wall of granulation tissue differentiates a
PSC from an acute fluid collection and thus facilitates the therapeutic approach [74].

The term PSC emphasizes the non-neoplastic origin of this encapsulated collection, which
should be differentiated from pancreatic cystic neoplasm (PCN), which contains an epithelial
lining [76, 77]. Moreover, they must be distinguished from other forms of evanescent fluid
collections often seen by imaging. The most important are the acute fluid collections that occur
in more than 50% of patients with moderate or severe AP. These collections should not be
confused with PSC, as over 50% resolve spontaneously. They generally occur near the pancreas
and have no granulation tissue wall. They represent an exudative reaction to a pancreatic
injury, with inflammation, and have no communication with the MPD. Pancreatic enzymes
are present in low concentrations, being similar to plasma fluid. Seen by image methods, these
collections are irregular in shape and have no interface with the adjacent organs (Table 2) [76,
77]. Therefore, PSC is a cystic cavity lined by the pancreas and inflammatory epithelium [78].
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Acute fluid collections Pseudocysts

Moderate / severe AP CP, ductal obstruction or trauma

About 65% have spontaneous resolution Located liquid Collection

No well-defined wall Well defined wall without epithelial lining

Irregular Shape Rounded or oval

May be multiple Located, adjacent to the pancreas

No communication with the pancreatic duct Frequent communication with the duct

Can turn into PSC Spontaneous resolution in 30%

Table 2. Fluid collection within or adjacent to pancreas in AP [2, 6, 7].

3.1.1. Incidence and etiology

The incidence of PSC varies from 1.6 to 69% [75, 78, 79]. This wide variation is due to the
diagnostic method used. In the past, studies based on contrast radiography of the esophagus,
stomach and duodenum reported very low incidences (1-3%) [80]. From the 70s, with the
advent of US and CT, its diagnosis has become more frequent [81-83]. They appear as a
complication of AP in 10 to 50% of cases, and 20 to 40% appear after CP, which is the most
common etiology. PSC accounts for approximately 75% of pancreatic cystic lesions. Retention
cysts account for 10% of the cystic lesions, and represent a MPD dilatation near a local
obstruction, caused by CP or carcinoma. Other cystic lesions include congenital cysts (5%) and
PCN (10%) [77, 81, 83]. PSC is associated to AP and is frequently seen in patients between 30
and 50 years old. Chronic pancreatitis (CP) secondary to alcoholism seems to be the main cause
in most studies, accounting for 59-78% of cases [77, 81, 83]. However, most of these studies are
retrospective. In a French study, chronic PSC was associated with chronic alcoholic pancreatitis
in 94% of cases, and acute PSC was associated with cholelithiasis in 45% [84].

3.1.2. Differential diagnosis

Approximately 90% of pancreatic (or peripancreatic) cystic lesions are PSC (Figure 9). The
remaining 10% are due to others disorders [83]. The differentiation between PSC and PCN is
essential in determining the best therapeutic approach, especially before draining. In a
prospective study based on clinical and radiological criteria Sand et al. considered a cystic
lesion as a PSC when it occurs after AP of known cause, preceded by CP of known cause, or
when ERCP showed changes compatible with CP. The cystic lesion was considered as a
probable PCN when there was no history of AP or CP or when ERCP showed a normal
pancreatography [85]. However, Warshaw et al did not show any reliable clinical or radio‐
logical criteria for the differentiation of cystic lesions (Figure 10) [86]. In this context, EUS is
an excellent method for diagnosis of PCN, which can identify structural details (wall and
contents) [12, 29, 44, 45]. Mucin producers PCNs (intraductal papillary neoplasms) shows
similar appearance to PCS when delineated by CT and US. Mucinous PCN frequently are
complex cysts with thick walls and irregular internal septa (Figure 11) [29].
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Figure 9. EUS Image of a pancreatic pseudocyst. Note the debris inside, which can be confused with PCN.

Figure 10. Tomographic image of alleged pancreatic pseudocyst. Note the thickness of the cyst wall located in the body
of pancreas.

Figure 11. EUS image shows a 2.9 cm anechoic area, bilobed, and homogenous. This lesion was located in the tail. The
pathologic study revealed a mucinous cystadenoma.
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Solid components inside and calcifications in the walls can also be found. EUS images can often
differentiate mucinous cystadenomas from mucinous cystadenocarcinoma and mucin
producing intraductal neoplasms. These tumors may present regional MPD dilatation, with
elevated areas and mass inside. Pancreatic parenchyma may be normal or shows atrophy,
without calcifications and / or fibrosis. Intraductal tumors are premalignant lesions. EUS can
identify focal mass [87].

Serous cystadenomas appear as large solid-cystic masses with predominantly microcysts, but
macrocystic serous cystadenomas may cause confusion with PCS. These cysts contain fluid
without "debris" inside. These lesions are not associated with mass or changes in MPD, but
may show calcifications inside. The accuracy of EUS for differentiate serous and mucinous
cystadenoma is around 84% and is superior to helical CT. EUS associated with fine needle
aspiration (EUS-FNA) has been used to differentiate PSC and PCN. The fluid analysis includes
the determination of amylase, CA19-9, CEA, and microhistopathology (Table 3) [88-90].
Although PSC shows low levels of CEA, high values may occasionally be found, especially in
infected PSC. The tumor marker CA 19-9 is commonly elevated in inflammatory conditions
and is not specific for malignancy. There is some concern about the possibility of infection after
diagnostic puncture of a pancreatic lesion [91]. Wiersema et al observed infectious complica‐
tions in 14% of patients with cystic lesions underwent puncture, well above the 0.5% after
punctures of solid masses. In addition, a negative puncture does not completely rule out the
presence of PCN. For these reasons, some authors do not advocate routine puncture in all cystic
lesions [91, 92].

PSC Serous cystadenoma Mucinous Neoplasia Cystadenocarcinoma

Viscosity low Low Often High High
Amylase High Variable Variable Variable
CEA* Low Low High High
CA 19-9 Variable Variable Variable Variable
Cytology Inflammatory Cells rich in glycogen Mucinous cells Mucinous cells

* Carcinoembryonic antigen

Table 3. Tumor Markers in fluid aspirated from pancreatic cystic lesions [46-49].

3.2. Endoscopic and EUS-guided Management

3.2.1. Which PSC need drainage?

In a review of published articles, Andren-Sandberg & Dervinis [93], showed a wide variation
in spontaneous resolution of PSC range from 20% to 70%. Bradley et al. [94] followed 31
patients with PSC after AP and 62 after CP. The spontaneous resolution has occurred in 10/24
patients (42%) in PSC occurring in less than 6 weeks. However, only 1/23 (8%) of PSC which
persisted for 7 to 12 weeks had spontaneous resolution. None of the remaining 12 PSC resolved
during 18 months of follow-up. Vitas & Sarr [95] followed 68 patients with spontaneous
resolution in 57% of 24 patients with satisfactory radiological follow up. In 38% resolution time
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was longer than 6 months. Maringhini et al [96] reported that 65% of PSC resolved until 1 year
after diagnosis, and those less than 5 cm resolved more quickly than larger ones. Aranha et al
[97] show that only 4/26 PSC greater than 6 cm resolved spontaneously. The average PSC,
which resolved spontaneously had 4 cm compared to 9 cm with no resolution.

Thus, we think there are still some conflicting data about PSC drainage, although there is a
greater tendency for resolution in those less than 6 cm and in asymptomatic cysts. Until
recently, surgical treatment was the only approach, with mortality rates of 5-12% and mor‐
bidity of 21-50%. Due to these data and with the advancement of imaging methods and
treatment, other modalities have been adopted [98].

3.2.1.1. Endoscopic drainage

The endoscopic treatment of PSC can be accomplished in two ways: transpapillary or trans‐
mural (cystogastrostomy or cystoduodenostomy) approach [99]. Success rates and recurrence
are similar to open surgery [100]. However, in experienced hands, endoscopic therapy has
significantly lower morbidity and mortality. In a literature review encompassing 437 patients
undergoing endoscopic drainage, Lo et al found initial success in 94%, with resolution of PCS
in 90%, recurrence in 16%, and 20% morbidity and mortality in 0.23% of cases [101].

Transpapillary drainage

It is possible only in cases where there is a communication between PSC and the MPD which
occurs in 55-80% of cases, more commonly CP (49%) against 20% in AP [75, 102]. The procedure
starts with pancreatography for delineate MPD communication. Then, a guide wire is inserted
into MPD, reaching PSC cavity. A pancreatic sphincterotomy (optional) is performed, followed
by insertion of a 5 or 7 plastic stent over the guide wire. Some authors advocate advancing the
prosthesis through PSC, while others claim a transpapillary prosthesis, or a simple sphincter‐
otomy are sufficient if there is no ductal stenosis [74]. The prosthesis stays for an average period
of 2-3 months [103]. About 6% of patients experience pain or pancreatitis by occlusion of
transpapillary prosthesis [104]. Removal or exchange must be done after 4-6 weeks due to high
occlusion rate after this period, reaching 100% after 9 weeks. Due to the possibility of infection,
antibiotic prophylaxis is always indicated.

Transpapillary drainage was successful in 84% of 117 patients treated by Beckingham et al [98]
with recurrence in 9% and complications in 12%. There were no deaths. The most frequent
complication was mild and self-limiting AP (6 patients), followed by infection (3 patients),
treated with prosthesis replacement. The presence of a stent within MPD duct can lead to
irregularities, similar to those found in CP, in 50% of patients. For this reason, some authors
prefer a transmural approach or simple pancreatic sphincterotomy in patients with acute PSC
and normal pancreatography. The success is higher for drainage in cephalic portion. In caudal
portion, success is lower because MPD diameter diminish as it progresses from proximal to
distal gland.

Transmural drainage

Transmural endoscopic therapy, by either cystogastrostomy or cystoduodenostomy, is only
possible if there is a clear bulging of gastrointestinal wall. Furthermore, the distance between
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the lumen of the digestive system and the cyst should not exceed 10 mm by CT and/or EUS
[105, 106]. When gastroduodenal bulging is not well defined or absent, during the endoscopic
examination, the chance of perforation is 10%. In these patients, in particular, EUS can identify
the best site for puncture and drainage [107].

Some authors advocate enlarging the hole of puncture with a balloon dilation, thus reducing
the risk of bleeding [107-109]. Others prefer to puncture the cyst with a needle, injecting
contrast material and aspirating cyst to reduce the possibility of hemorrhage. Cremer [110] has
shown success in cystogastrostomy and cystoduodenostomy in 100% and 96%, and recurrence
in 18% and 9%, respectively. Complications are rare in cystoduodenostomy, but significant in
cystogastrostomy (18%). A review covering 50 patients, showed success of cystogastrostomy
in 82%, with recurrence in 18%. There were no deaths. However, 8% had bleeding and 8% had
perforation. In 71 patients undergoing cystoduodenostomy, the success rate was 89%, with
recurrence in only 6%. Severe bleeding and perforation were observed in 4% of cases [82].
Based on these data, endoscopic drainage of PCS is considered one of the greatest risk
endoscopic procedures [111].

In some cases, transmural and transpapillary drainage can be combined. This combination
should be reserved for very large cysts associated with MPD stenosis, particularly if the cyst
present very dense material or "debris". In a retrospective study comparing surgery and
endoscopy (between 1985 and 1990), Froeschle et al [112] observed similar results after a follow
up period of 33 months (50% improvement after surgery and 52% after endoscopic treatment).
Similar results were observed by Barthet et al [113] in 143 patients. In summary, the guidelines
for endoscopic drainage of PSC are listed in Table 4.

1. Wait enough time until PCS become "mature"

2. Identify pseudoaneurysm

3. Evaluate the presence of portal hypertension and gastric varices

4. Ensure proximity between the cyst and gastric / duodenal wall

5. Perform a pancreatography before draining

6. Identify the presence of "debris" in PSC

7. Use the transpapillary route whenever possible

8. Use a needle to test the drainage site before puncture (hemorrhage seems to be avoided)

9. Clinical findings should confirm the nature of PSC

10. If there is some doubt between a PSCS and PCN, use EUS-FNA and collect material before the procedure

Table 4. Guidelines for safe endoscopic drainage of PSC.

3.2.2. EUS-guided drainage of PSC

EUS is a "weapon" available to endoscopists for approaching PSC, as it can obtain high quality
pancreatic images. It is considered useful in the detection and treatment of PSC, and can be
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used prior to drainage, acting as a complement to conventional endoscopy or can be used for
treatment itself. EUS meets several principles listed in Table 5 and for this reason, several
authors recommend its use in the treatment of this disease. The main advantages of EUS are
listed in Table 5 [108, 111].

1. Safely measure the distance between PCS and the gastrointestinal wall

2. Identifies gastric varices (high sensitivity)

3. Detects gastric submucosal vessels

4. Identifies pseudoaneurysm

5. Identifies "debris" inside the cystic cavity

6. Differentiates between PCS and PCN

7. Shows the puncture site in the absence of bulging [29, 86]

8. Allows drainage of PCS in a single procedure

Table 5. Applications of EUS- guided drainage in PSC.

The development of therapeutic echoendoscopes with an operative channel of large diameter
represented a great technological advancement in the treatment of PCS. The passage of large
caliber prostheses can be achieved without the necessity to replace the device (for a duode‐
noscope) and no fluoroscopy is used [107]. Wiersema et al [114] reported the first case of
drainage performed entirely by EUS in 1996 using a Pentax FG 36UX device. Vilmann et al
[115] described a new method of EUS-guided drainage ("one step"), using the Pentax FG 38UX
device. Regardless of some small technical variations of EUS-guided PSC drainage includes
the following steps:

1. location of the cyst and the contact zone between it and the gastric / duodenal wall;

2. evaluation of gastric/duodenal wall with Doppler to rule out the presence of large vessels;

3. puncture of the cyst, which can be performed in two ways:

4. with a 19G needle,

5. with a cistostomo catheter

6. removing the "needle-knife" wire, and using the teflon sheath

7. passage of a guidewire (0.035 inch) through the teflon sheath up to the cyst;

8. enlarge the tract by balloon dilatation (up to 20mm) and

9. exploration of the cystic cavity with endoscopic ultrasound device and

10. introducing one or two “pig tail” prostheses over the guidewire to maintain the hole.

Some studies show the effectiveness of this technique. Giovannini et al [116] conducted
drainage of 15 patients with PSC and of 20 with pancreatic abscess. Thirty-three patients
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underwent cystogastrostomy and 2 were submitted to cystoduodenostomy. Endoscopy
revealed gastric bulging in only 1 patient. Plastic stents of 8.5 F or 7 F nasocystic drains were
placed. The drainage was successful in 33 of 35 patients (failure in 2 cases of abscess), with
only one episode of pneumoperitoneum, treated by clinical measures. One patient had
recurrence of PSC (treated with new puncture) and 2 had recurrence of abscesses. Four patients
with abscess underwent surgery (final successful 31/35 to 88.5%). No bleeding was observed.
A potential disadvantage of this approach is not performing a pancreatography, thus the
identification of stenosis or disruption of the MPD is not possible. In theory, this limitation
may lead to a higher rate of relapse.

Ardengh et al [117]treated 12 patients with PSC without bulging (8 drainages and 4 aspira‐
tions), all by EUS. After a 12 months follow up, 10 had complete resolution, 1 recurred and
undergone a new EUS-guided drainage, and 1 required surgical treatment. This technique
allows the insertion of prostheses in unusual locations such as PSC in the uncinate process and
tail, placement of drains near the esophageal hiatus, and allow drainage of PSC without
bulging of the wall of the digestive system (Figure 12). In an attempt to reduce the rates of
complications related to endoscopic drainage, some authors advocate the use of EUS, and
compared it with the traditional technique. Poley et al [118] performed 53 drainages in 49
patients with PSC. Twenty-five submitted to the endoscopic drainage and 28 EUS-guided
drainage. In the first technique there were fewer cases of abscess and infected necrosis
compared to EUS group (p = 0.016). The success of EUS group was 96% [27/28] versus 56%
[14/25] for endoscopic group (p <0.001). A higher number of prostheses was insert in the EUS
group compared to endoscopic (average of 3 to 1 with p <0.001). The long-term results were
superior to patients undergoing EUS: 81% [22/27] versus 42% [10/22] for endoscopic group (p
= 0.003). More complications occurred in this group: 28% [7/25] vs. 7% [2/28] for those under‐
going EUS (p = 0.04). In this work, although some cases has been analyzed retrospectively, has
a great impact and endorses the opinion of these authors that the EUS-guided drainage of PSC
should be the method of choice when endoscopic techinique is the best way of proceeding.

 

 

Figure 12. Steps of a PCS echo-guided drainage without bulging the wall. A) Identification of PCS. b) Fluoroscopic
control of guide wire insertion and c) endoscopic view of prosthesis positioned in duodenal wall.

Lopes et al [119] demonstrated that EUS-guided drainage is a minimally invasive, safe and
effective procedure for patients with PSC or abscesses. The authors retrospectively studied 51
patients who underwent 62 EUS-guided procedures. This procedure was successful in 94% of
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patients; 3 patients were referred to surgery. There were two minor complications treated
medically and recurrence at 39 weeks was 17.7%. There was no mortality in this series. The
insertion of a nasocystic drain for treat abscesses did not reduce the possibility of complica‐
tions, but the insertion of two prosthesis diminished the number of complications.

We studied 77 patients with sterile non-necrotic pancreatic or peripancreatic collections.
Patients were referred for echoendoscopic evaluation after CT scans [75], MRI [29] and ERCP
[47]. None had a bulging or communication with MPD according to endoscopic pancreatog‐
raphy or MRI. Thus, transpapillary or endoscopic transmural drainage (cystoduodenostomy
or cystogastrostomy) was not feasible. All patients had some type of symptom such as
persistent abdominal pain or cholestasis. Simple EUS-guided aspiration was indicated in the
following situations: patients with PSC without debris or visible wall, parenchymal collection,
when the gap between the gastric wall and cyst was greater than 2.0 cm, and for cysts up to
3.0 cm in diameter. Thirty-three underwent EUS-guided aspiration using a 19G needle (Group
II) and 44 were treated by transmural EUS-guided drainage and prosthesis placement (Group
I). The vast majority of patients was treated (90.6%). A complete cyst aspiration occurred in all
cases (100%) and transmural EUS-guided drainage, based on intention to treat, occurred in
83.3%. No complications occurred in group II. In group I occurred 3 complications (4.4%).
These results reveal that EUS-guided drainage is possible in most patients with PSC. Those
who underwent aspiration showed a high relapse rate. Thus, EUS-guided aspiration is an
alternative in cases where EUS-guided transmural drainage is difficult.

3.3. Abscess

3.3.1. Definition, incidence and etiology

Defined by the Atlanta classification as a "circumscribed collection of pus containing little or
no necrotic pancreatic tissue, which arises as a consequence of AP or trauma [120]. Its incidence
has been estimated at around 1% to 5% [121] with mortality rates around 20% to 60% in some
studies [122]. As a large proportion of patients are affected by episodes of severe AP, a greater
number have developed this condition secondary to pancreatic infections. The search for a
correct nomenclature has created discussions in the literature. Several reports in the literature
between the years 60-80, named pancreatic abscess as an "infected pancreatic necrosis". With
a better understanding of the pathophysiology of AP we know that infectious complications
occur early in the course of AP resulting in infected pancreatic necrosis [123].

The difference between the natural history of pancreatic abscess and infected pancreatic
necrosis and the management of these conditions has been better understood over time. In a
series of 1,200 patients, Lumsden & Bradley [124] reported that alcohol is the main etiological
factor (34%), followed by lithiasis (25%), postoperative complications (22%), idiopathic (10%),
trauma (3%), and post-endoscopic retrograde cholangiopancreatography (ERCP) in 8%. The
average time between the episode of AP and pancreatic abscess formation has been reported.
Analyzing the literature reviews, Widdison et al. [125], showed that 50% of patients developed
pancreatic abscess two weeks after the episode of AP. Kaushik et al. [126] reported an average
period of 3-60 days. Warshaw & Jin [127] reported an average time of 32 days, and, in 58% of
patients, the onset occurred in 2 weeks.
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3.3.2. Diagnosis

Laboratory tests are nonspecific for this clinical condition, but leukocytosis with left shift may
be an important factor. The abdominal X-ray shows the presence of gases, fluid level, and
aspect of soap bubble or speckled gas in up to 35% of cases. Chest X-ray may show pleural
effusion. CT and US allow not only defining the exact location of abscess as well as its follow-
up during treatment. Magnetic resonance imaging (MRI) offers no advantage besides having
a higher cost. EUS allows locating, characterizing, and draining it (Figures 13 e 14).

 

(a)  (b) 
 

Figure 13. (a) echoendoscopic aspect of infected pancreatic collection. Note the numerous debris scattered throughout
the content, which is not homogeneous. (b) echo-guided aspirative puncture performed at Intensive Care Unit for con‐
firming the type of bacteria and then echo-guided drainage was performed using a plastic stent.

     

Figure 14. Endoscopic drainage of pancreatic abscess. A) Note an enormous bulging on the gastric wall. B) After punc‐
turing the bulge, a guide wire is insert. C) Then the placement of a prosthesis.

3.3.3. Treatment

The best treatment is surgery. CT-guided percutaneous drainage has become an option, but is
still a controversial method. Sunday et al. [128] reported bad a success rate of around 25% in
patients with infected pancreatic collections when submitted to CT-guided drainage. Steiner
et al [129] showed the results in 25 patients with pancreatic abscess. Nineteen were initially
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treated by percutaneous drainage and 6 required surgery after percutaneous drainage due to
the presence of residual collection. Among 19, eight were cured, 1 died and the remaining 10
required surgery for proper drainage. In the group of 6 patients who underwent surgery after
percutaneous drainage, all had a good outcome. We conclude that percutaneous drainage
alone is not effective as an initial method, but that may be a good option for treating residual
collections. However, other studies show conflicting results; Baril et al [130] evaluated 42
patients with positive culture of peripancreatic abscess, or collection. Among these, 25 were
initially treated with percutaneous drainage and 6 required surgery after this drainage due to
the presence of residual collection. None among these six required percutaneous drainage for
a residual collection after surgery. In this six patients the surgical indication was: 3 with
persistent sepsis, 1 with colon perforation after percutaneous drainage, 1 with thrombosis of
the splenic vein evolving to variceal bleeding and 1 underwent surgical intervention due to a
worsening in clinical condition. Of the 19 initially underwent percutaneous drainage, 18 were
cured and 1 died, with success of 72% in this group. Van Sonnenberg et al [131] reported 86%
success with percutaneous drainage in 59 patients with pancreatic abscess.

Endoscopic therapy also has its place. Park et al [132] drained 11 pancreatic abscess compress‐
ing the stomach, duodenum, or both through the creation of a fistula between the abscess and
the digestive wall, washing the abscess cavity and stenting. The resolution was considered
complete in the absence of symptoms and by CT imaging. Ten abscesses resolved within 32
days after placement of prosthesis. In 2 there was a need to put a nasocystic drain for washing
and cleaning the abscess cavity of debris. Bleeding and relapse occurred in 1% and 13%,
respectively, after a period of 18 months.

In recent years, EUS has gained acceptance in the therapeutic armamentarium for pancreatic
abscesses. Giovannini et al [116] drained PSC and abscesses in 35 patients with an average size
of 7.8 cm. A 7 F nasocystic drainage was successfully located in 18/20 cases of pancreatic
abscess. The surgery was performed in 2 other patients. Drainage of PSC with 8.5 F prosthetic
was successfully in 10 patients. The overall success of EUS was 31/35 patients (88.5%), and only
4 patients with abscess required surgery. Seewald et al [133] drained 13 patients with pancre‐
atic necrosis and abscess, avoiding an emergency surgery. Transpapillary drainage was carried
out by ERCP and transmural drainage was performed by EUS. Surgery was avoided in 9
patients with a mean follow up of 8.3 months. Surgery was combined with endoscopy in 1 case
because of the extension of the abscess. Lopes et al [119] demonstrated that DEE is feasible and
safe and that nasocystic drain did not reduce the possibility of complications, but the insertion
of two prosthesis reduced the number of complications.

Our experience includes 12 patients. All had a strong suspicion of pancreatic abscess and were
referred for an attempt to EUS-guided drainage. The presence of abscess was confirmed in
100%. Ten were drained successfully by EUS with 10 F prosthesis interposition and 2 under‐
went aspiration to confirm the presence of infection. Once confirmed, we opted for surgical
treatment. There was no mortality in this series. None of the patients had bulging of the wall
of the digestive system. In 3 cases surgical intervention was necessary because EUS-guided
drainage was not sufficient. These results demonstrate that EUS-guided is a good method for
the treatment of pancreatic abscess.
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3.4. Walled off pancreatic necrosis

3.4.1. EUS-guided necrosectomy

The Atlanta classification defines pancreatic necrosis as focal or diffuse areas of non-viable
pancreatic parenchyma, typically associated with peripancreatic fat necrosis, and sometimes
accompanied by the development of severe pancreatic duct disruption. During several weeks,
an initial focus of necrosis can expand and may contain liquid and/or solid residues. In many
cases, pancreatic necrosis progresses, reaching the retroperitoneal space with corrosion of
retroperitoneal vessels. The radiological iconography of organized pancreatic necrosis (OPN)
may be similar to an acute pseudocyst by CT. Radiographically, some characteristics help to
identify the presence of solid residues. These include significant necrosis of the gland and large
filling defects seen during contrast injection in CT and MRI, which indicates the presence of
solid residues. Pancreatic abscess is defined as an intrabdominal circumscribed purulent
collection, usually located near the pancreas, containing little or no necrosis. It has a well-
defined wall, can be multilocular and is prone to rupture [123, 134].

The surgery is the preferred treatment to pancreatic necrosis and abscess, however, this
modality is associated with high rate morbimortality. In selected patients the CT-guided
percutaneous drainage may be effective but this method is not effective, when the fluid is thick
and contains purulent debris. Furthermore, a catheter is invariably associated with bacterial
colonization and fistula formation of difficult treatment. Endoscopic drainage of pancreatic
fluid collections has been performed for more than two decades. It is noteworthy that pancre‐
atic necrosis and abscesses are the biggest challenges to deal rationally and consciously! The
development of EUS has expanded the indications for transmural drainage of collections
without bulging the wall of the digestive system and allows the treatment of high risk fluid
collections. Endoscopic therapy involves in most cases: ERCP/pancreatic sphincterotomy,
transmural stent, EUS-guided puncture, dilation and drainage, endoscopic necrosectomy and
exhaustive washing associated with a gastrocystic/duodenocystic fistula [135].

3.4.2. Technique and accessories

The procedure starts with a puncture 19 G needle, through which can be passed a 0.035-inch
terumo or Teflon type guide wire. The fistulous tract should be enlarged with a 20 mm
(Maxforce; Microvasive) wire guided balloon. Another attractive accessory for necrosectomy
are the 10F or 6.5F cistostomy catheters (EndoFlex, Voerde, Germany) used before insertion of
one or more double pigtail" stents. An appropriate "input window" is necessary before start
drainage, to define the patient’s anatomy and to distinguish whether the content is a simple
fluid, or complex, with solid debris. Most expert authors using this technique recommend
assessing the integrity of the main pancreatic duct by endoscopic retrograde pancreatography.
We are included this salutary practice.

The decision to the endoscopic intervention in patients with WOPN should be carefully
discussed, because it is not easy to decide the moment of intervention. This technique, although
safe, has high rate of adverse events, and involves patients in poor condition. Generally it
should be performed when the collection is already organized, a fact that occurs after the fourth
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week of the initial episode. On the other hand if identified infected collection should be treated
immediately. A pancreatic abscess is already infected by definition, requiring a faster ap‐
proach. The absence of bulging of a pancreatic collection in the wall of the digestive system,
the presence of portal hypertension, which carries a high likelihood of bleeding, failure of
transmural endoscopic therapy and the need to exclude a cystic neoplasm, are reasonable
arguments to priority the use of EUS as an approach for endoscopic drainage. Only skilled
endoscopists in ERCP and EUS should perform these procedures. Moreover, it should be done
in a tertiary hospital where pancreatobiliary surgeons and interventional radiologists are able
to deal with an eventual complication.

3.5. Patient preparation

Endoscopic drainage is a lengthy and technically difficult procedure involving the use of
fluoroscopy and ultrasound in several stages. Therefore, the aid of anesthesia is recommended.
All patients should receive antibiotics before and during the procedure.

3.6. Evaluation prior to drainage

3.6.1. Description of the procedure

As described by Baron, transmural drainage is the preferred method for such collections. After
entering the collection through the stomach or duodenal wall, the hole is enlarged to 15 mm,
allowing the output of solid material around the endoprosthesis (generally two pigtail 10 F
stents). A 7 F tube located inside the retrogastric space for irrigation and removal of solid debris
is realized (Figure 15) [136]. Initially, up to 200 or 400 ml of saline is infused through the tube
every 4-6 h. Preventive antibiotics should be administered. After irrigation, patients should be
hospitalized for observation. Antibiotics and irrigation should be continued until latent serial
imaging revealed complete resolution of the collection. Thus, internal drains can be removed
endoscopically (Figure 16).

Figure 15. Note the 10 F-pigtail prosthesis inside the cavity with debris. Frontal vision endoscope shows the gastrocys‐
tic fistula.

The Role of EUS — Diagnosis and Therapeutic Interventions in Patients with Acute Pancreatitis
http://dx.doi.org/10.5772/58948

105



 

(a)  (b) 
 

Figure 16. The same patient shown in the previous figure. Note another prosthesis "pig tail" passing through duodeno‐
cystic fistula (a). (b) Note the introduction of a Dobbhoff feeding tube passing near another duodenocystic fistula, lo‐
cated in the second portion of duodenum, below the papilla.

As described by Seewald, the procedure involves a aggressive algorithm. The first session
includes ERCP with transpapillary sphincterotomy, then, EUS-guided transmural access, with
balloon dilatation of the fistulous tract and after this procedure is followed by repetitive
necrosectomy for washing [137]. The technique of endoscopic necrosectomy is performed day-
by-day until full evacuation of liquid and purulent necrosis. A basket or a rat tooth forceps
can be used to remove necrotic material. Endoscopic wash is performed using a 10 F spray
catheter connected to a Water-Jet Endo system. After MPD has been evaluated, if there is a
communication between that and the cavity, a 7 F teflon nasopancreatic catheter should be
placed over the guide wire after pancreatic sphincterotomy.

Coelho & Ardengh [135] described an aggressive algorithm similar to those described by
Sewald et al In patients with WOPN the first session includes the following sequence: ERCP
with detailed assessment of the pancreatic duct, and then, EUS. Depending on the aspect of
MPD, according to Takishima classification, we choose the type of drainage (transpapillary,
transmural or combined). If there is bulging a necrosectomy is made without performing an
EUS, but if the bulging is not evident an endoscopic ultrasound is performed for approaching
necrosis (Figures 15 and 16). If we opt for EUS to make a transmural access, a 20 mm balloon
is used for dilation, and then a front-view endoscope is introduced for suction of liquid content
and mobilization of solid residues. This procedure is performed every 7 days until the apparent
improvement in the patient's condition. The technique of EUS-guided necrosectomy is
performed every 7 days until complete evacuation of fluid and purulent necrosis. A basket
(FG-18Q-1, Olympus, Tokyo, Japan) or rat tooth forceps can be used to remove necrotic
material.

4. Literature review of EUS-guided necrosectomy

In 2002, Baron et al, compared the results of endoscopic drainage for acute pancreatic necrosis,
pseudocysts, and chronic pancreatic pseudocysts. In this retrospective study, patients with
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necrosis and chronic pseudocysts showed no satisfactory resolution after endoscopic drainage
with rates ranging from 72% to 74%, respectively. These rates were lower than the resolution
rate of 92% for the drainage of acute pseudocysts. In patients with necrosis the complications
were more frequent (37%) than patients with acute pseudocysts (19%), or chronic pseudocysts
(17%). Recurrence of collections occurs more frequently in patients with necrosis (29%) than
in patients with acute (9%) or chronic pseudocysts (12%) [74].

Park et al [132] assessed 11 pancreatic abscesses in nine patients drained endoscopically. Ten
abscesses (91%) completely disappeared after stenting during 32 days. In two patients, one
nasopancreatic catheter was necessary for irrigation, dilution of thick pus and disintegration
of necrotic residues. There was one case of uncomplicated bleeding. The recurrence rate was
13% during a median follow-up of 18 months.

In 2000, Venu, et al [138], have shown similar results using the transpapillary approach. In this
study, 11 patients underwent endoscopic transpapillary drainage with technical success in 10
patients (90%). Eight (74%) had resolution of pancreatic abscess. The installation of an
intracavitary nasopancreatic drain and instillation of gentamicin were used in two patients.
The patient who presented failure of endoscopic treatment underwent percutaneous drainage
successfully.

In 2000, Seifert et al [139] were the first to describe the use of EUS for transmural approach in
necrotizing pancreatitis or abscess, followed by dilation of the fistula created to perform an
endoscopic direct debridement of the retrogastric space. The gastric fenestration and debride‐
ment of infected necrosis by pneumoretroperitonioscopy was performed in three patients. This
method obtained rapid clinical improvement and no adverse events.

Other study with EUS-guided drainage of PSC and abscesses in 35 patients (20 abscesses). The
drainage was successful in 18/20 patients with a 7F nasocystic drain. Two patients required
surgery, and a median follow-up of 27 months two relapses were observed [116].

Another retrospective study with a EUS-guided procedure associated or not with transpapil‐
lary drainage, and followed by balloon dilatation of the fistula (cystogastrostomy or cysto‐
duodenostomy), was done in patients with WOPN and abscess. Endoscopic necrosectomy
were performed daily. In 13 consecutive patients, 5 with infected necrosis, and 8 with abscesses.
This technique was successful in solving the infection in 12/13 patients during a mean follow-
up of 9.5 months. One patient required a surgical treatment for necrosis resection in paracolic
space. Two patients with ductal rupture developed recurrent collections after 2 and 4 months.
These patients required resection of the pancreatic head. Three episodes of locally controlled
hemorrhage were reported. The average number of necrosectomies was 7 [133].

In 2006, Hookey et al [140] evaluated the results of endoscopic drainage for pancreatic
collections in 116 patients. Eighty had necrosis and 9 had pancreatic abscess. In this study,
drainage of organized necrosis showed failure rates significantly greater than in other
collections. The clinical and technical success of necrosis drainage was only 25% and 50%,
respectively. Six of the eight undergone to a nasocavitary catheter insertion and one had
recurrence. There were two complications related to the procedure in this subgroup. Nine
patients underwent endoscopic drainage of pancreatic abscess. Seven/9 were treated by
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nasocavitary catheter. All procedures were successful, and 8/9 (88.9%) patients had clinical
success. One had abscess relapse and there was no procedure-related complications.

In 2007 Papachristou et al [141] performed a retrospective analysis of 53 patients underwent
endoscopic transmural drainage/debridement of sterile collection (27 patients) and infected
WOPN (26 patients). An average of three sessions per patient were performed. The result after
the initial endoscopic intervention proved successful in 81% (43 patients) and persistence of
organized pancreatic necrosis in 19% (10 patients). Twenty-one patients (40%) required
simultaneous radiologic/echo-guided drainage, and 12 patients (23%) required open surgery,
due to the persistence of organized pancreatic necrosis [3], recurrence [2], fistula formation [2],
technical failure [1], persistent pain [1], colonic obstruction [1], perforation [1], and abscess [1].

Coelho & Ardengh treated 56 patients with WOPN. 49/56 (87%) patients were successfully
treated by 20 mm balloon dilation in serial sessions every 7 days. During this period, we had
3 cases of recurrence and no case of death. Ardengh et al in the DDW 2013 presented the results
of programmed EUS-guided necrosectomy in patients with severe necrotizing acute pancrea‐
titis. The programmed EUS-guided necrosectomy allows created multiple transluminal
gateways to improve transmural removal of necrosis. We treated 17 patients with infected
WOPN with this technique. One or more transmural fistulas were performed. The necrosec‐
tomy was performed and after a plastic pigtail stents were placed. The average sessions was
2.5 [1-6]. Successful resolution of WOPN occurred in 15/17 (88.2%) patients. Plastic pigtail were
placed in 12, self-expandable metallic stents (SEMS) in 3, and in 2 patients no stents were
placed. Three patients experienced bleeding (entry side [2], inside cavity [1]) and worsening
of infection (33.3%), all of which were successfully treated endoscopically by another session
of EUS-N. The mortality rate was (11.7%). One underwent surgery (5.8%) and other patient
died due to poor medical conditions. The mean duration of hospital stay was 19 days (6-48
days). We concluded that the programmed EUS-N is an effective option for the treatment of
infected WOPN because it eliminates the need for surgery and can be performed in the absence
of a visible bulging [142].

One of the biggest challenges during EUS-guided drainage was the sequential transgastric
stent placement and positioning of nasocystic drain, which can be difficult due to a reduced
visual field. Abundant fluid, the tangential axis of puncture, and the presence of solid residues
makes the passage of a catheter up to cavity, a difficult maneuver. The use of conventional
plastic stents for drainage of necrosectomies is troublesome. The insertion of a removable self-
expandable metallic stent, maybe facilitate drainage of infected pancreatic necrosis after
several unconventional necrosectomies, but this approach needs to be better evaluated [143].

5. Conclusion

PSC, WOPN and abscess are the most serious adverse eventss of acute pancreatitis. The
endoscopic approach for these problems has developed and, more recently, we have seen an
increasing in drainage of pancreatic fluid collections. A variety of studies has been conducted
and the opinion of experts has been analyzed searching for the answer to the question: the
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endoscopic drainage is superior to surgical or radiological intervention? However, to date no
randomized, controlled, multicentric, and prospective study was performed. Anyway,
endoscopic approach is minimally invasive, eliminating the morbidity associated with
postoperative healing of surgical drainage and the possibility of fistula after percutaneous
drainage.

The advantages of EUS-guided drainage include: the ability to accurately define the charac‐
teristics of pancreatic fluid collections, the exclusion of other possible diagnoses and determine
the presence of vascular structures which at least hypothetically could reduce one of the
complications of endoscopic drainage. From a therapeutic standpoint, we can access collec‐
tions without bulging in sites of difficult access. The biggest disadvantage of endoscopic
treatment is that it is not available in all institutions, and the general time is over for its
implementation, especially if we decided to use EUS. Placing nasocystic drainage is associated
with patient discomfort when the daily necrosectomy is required. The development of new
accessories and stents can make it more effective and safe.
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