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SUMMARY
Acute pancreatitis is an inflammatory process with systemic and local repercussions. Most 
cases are mild with a low mortality rate, but 20% of patients have severe pancreatitis, with a 
mortality rate up to 30%. Throughout the years, the medical community has tried to reach a 
consensus about this disease to better understand, classify and treat it. The most important 
consensus is known as the Atlanta Consensus of 1992, which has been in use for many years. 
However, it has recently been the subject of various proposals for change and updating, which 
are discussed in this review.
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RESUMEN
Pancreatitis aguda: reflexiones a través de la historia del Consenso de Atlanta

La pancreatitis aguda es un proceso inflamatorio con repercusiones sistémicas y locales; la 
mayoría de los casos son leves con baja tasa de mortalidad, pero el 20% de los pacientes sufren 
pancreatitis grave cuya tasa de mortalidad puede llegar a ser hasta de un 30%. A lo largo de 
los años se ha intentado llegar a consensos acerca de esta enfermedad con el fin de orientar a 
la comunidad médica hacia su mejor entendimiento, clasificación y tratamiento. El más im-
portante de estos ha sido conocido como el Consenso de Atlanta de 1992, vigente por muchos 
años, pero que está siendo objeto de diferentes propuestas de modificación y actualización, 
que se discuten en este artículo de revisión.
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RESUMO
Pancreatites aguda: reflexões através da história 
do Consenso de Atlanta

A pancreatites aguda é um processo inflamatório com 
repercussões sistémicas e locais; a maioria dos casos 
são leves com baixa taxa de mortalidade, mas 20% 
dos pacientes sofrem pancreatites grave cuja taxa de 
mortalidade pode chegar a ser até de um 30%. Ao lon-
go dos anos se tentou chegar a consensos a respeito 
desta doença com o fim de orientar à comunidade 
médica para seu melhor entendimento, classificação 
e tratamento. O mais importante destes foi conheci-
do como o Consenso de Atlanta de 1992, vigente por 
muitos anos, mas que está sendo objeto de diferentes 
propostas de modificação e atualização, que se discu-
tem neste artigo de revisão.

PALAVRAS IMPORTANTES
Consenso de Atlanta; Falha Multiorgânica; Pancreati-
tes Aguda; Necroses; Pseudocisto 

INTRODUCTION
Acute pancreatitis is an inflammatory process with sys-
temic and local repercussions. Most cases are mild with 
a low mortality rate, but 20% of patients with severe 
pancreatitis have a high mortality rate. The condition is 
also associated with complications that set the course 
and treatment of this disease (1,2). Over the years, 
the medical community has tried to reach a consen-
sus about this disease in order to standardize different 
aspects of diagnosis and treatment. One of the most 
broad-reaching of these attempts was the Atlanta sym-
posium in 1992 (3), which improved the previous clas-
sification of Marseille (4). However, knowledge about 
the pathophysiology of the disease, therapeutic strate-
gies and technology has evolved in the last 20 years. 
Moreover, the 1992 Atlanta classification has been the 
subject of criticism concerning the severity of acute 
pancreatitis, the interobserver variability of local com-
plications and the concept of organ failure, among 
other topics (5). For these reasons it was necessary to 
reassess those concepts. This review aims to provide a 
comparative analysis of the classification and the ter-
minology used for acute pancreatitis from the Atlanta 
Symposium. It will provide concepts from the medical 

literature supported by evidence and especially em-
phasize the revision of the Atlanta classification and 
definitions by the international consensus formulated 
in 2012. This consensus guides the diagnosis and pro-
vides new information about the types of pancreatitis, 
its severity and local complications, accounting for the 
implementation of existing knowledge and current di-
agnostic tools for acute pancreatitis.

GENERAL CONCEPTS
Acute pancreatitis is an acute inflammatory process of 
the pancreas triggered by the unregulated activation 
of pancreatic enzymes, leading to the autodigestion 
of the gland, tissue injury and a local and systemic 
inflammatory response with the variable involvement 
of distant organs and tissues (1) The main causes of 
this disease are gallstones and alcohol abuse, which 
account for 80% to 90% of the cases; the remaining 10% 
to 20% are idiopathic, and a smaller proportion are 
due to other etiologies, such as metabolic abnormali-
ties (hypertriglyceridemia, hypercalcemia), pancre-
atic duct obstruction, medications, post-endoscopic 
retrograde cholangiopancreatography (ERCP) and 
trauma (2). The overall incidence of acute pancreatitis 
is 4.9 to 35 cases per 100,000 population (6). Annually, 
this disease accounts for more than 220,000 cases in 
the United States (7). Worldwide statistics show that 
mild acute pancreatitis represents approximately 80% 
of cases and has a mortality rate of less than 1%, (2), 
whereas in severe forms, which represent the remain-
ing 20% of the cases, the mortality rate can range from 
30% to 50% according to different studies (8,9)

It is noteworthy that the classification of the severity 
of acute pancreatitis was modified according to the 
2012 Atlanta consensus for mild, moderate and severe 
acute pancreatitis, taking into account the presence 
of organ failure, its evolution over time and local or 
systemic complications. The importance of this classi-
fication lies in addressing the treatment and the site of 
care. Furthermore, according to the biphasic mortal-
ity model, acute pancreatitis has two peaks: the first, 
during an early phase (the first two weeks), is asso-
ciated with a systemic inflammatory response (SIRS) 
and subsequent organ failure; the other, which occurs 
later (after two weeks), is related to infection and 
sepsis (10,11). Others propose using the International 
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Multidisciplinary Classification (IMC), which consists 
of four severity categories: mild acute, moderate, se-
vere and critical pancreatitis; the latter is also called 
fulminant in some publications (12-15).

There are few published studies about this subject in 
Colombia. One was conducted at Pablo Tobón Uribe 
Hospital, in Medellín. In this descriptive study (case se-
ries) 45 patients diagnosed with severe acute pancre-
atitis were admitted to this institution between 1999 
and 2004; 48.9% of the patients were between 31 and 
55 years old, and 57.8% were female. The etiology was 
biliary tract-related in 49% of the cases, idiopathic in 
33%, alcohol-related in 11% and due to trauma in the 
remaining 7% (16).

Pathophysiology 
The pathophysiological process underlying this dis-
ease is the unregulated activation of trypsin within the 
pancreatic acinar cells. The main factors influencing 
the hyperstimulation of the gland are gallstones and 
alcohol abuse. Acute pancreatitis is initiated when hy-
perstimulation exceeds the intrapancreatic protective 
mechanisms that prevent trypsinogen activation or re-
duce the activity of trypsin; such mechanisms include 
enzymes stored as zymogen granules, low intracellu-
lar ionized calcium concentrations, a pressure gradi-
ent that favors the flow from the pancreas towards the 
duodenum, secretion of pancreatic enzymes in an in-
active form (proenzymes), and enzymes that activate 
the zymogen outside the pancreas and synthesis of 
specific trypsin inhibitors by acinar cells (17,18). When 
these mechanisms are unable to contain the hyper-
stimulation of the pancreas, activation of enzymes 
within the gland leads to its autodigestion and triggers 
an inflammatory response mediated by interleukins 
and tumor necrosis factor alpha (TNF-α). This process 
affects the organ through local complications, such as 
interstitial edematous pancreatitis or necrotizing pan-
creatitis. This response can be generalized as Systemic 
Inflammatory Response Syndrome (SIRS) and can 
lead to multiple organ failure (MOF) (19).

How to Reach a Consensus?
Currently, guidelines and expert consensus have a 
great influence on clinical practice, but coming to 

an agreement is a huge challenge in terms of deci-
sion making. It should ensure the participation of all 
members and clarity of concepts, control for factors 
such as the lack of time and address differing views 
on a topic. Several strategies have been developed to 
address these difficulties. One is the GRADE (Grad-
ing of Recommendations Assessment, Development 
and Evaluation) system that classifies the quality of 
evidence and grades the strength of the recommenda-
tions. This system collects information in a structured 
way to analyze and summarize relevant clinical evi-
dence and uses that evidence to establish a degree for 
a recommendation. That is, it measures the weight of 
the items, with emphasis on efficiency, on the grounds 
that clinical trials are conducted under ideal condi-
tions (RCT or randomized clinical trials).

The GRADE system is characterized by organization of 
the information analysis in a three-stage process: (1) 
Formulation of the research question and stratifica-
tion of the outcomes according to their relative im-
portance. (2) Evaluation of the quality of the evidence 
and classification into four categories: high, mod-
erate, low and very low. Afterwards, a general idea 
about the body of evidence is achieved. This system 
allows for the improvement of the quality of evidence 
obtained from observational data from the low qual-
ity category to the moderate or high quality category; 
likewise, it could lower the category of a randomized 
study, taking into consideration details of its design 
and implementation. However, the decision about the 
quality of evidence has subjective aspects that can 
lead to differences of opinion. (3). Lastly, the strength 
of recommendations (strong or weak) is stratified; that 
is, the degree of certainty that the desirable effects of 
an intervention outweigh the undesirable ones is de-
termined (20).

Another strategy is based on formal consensus meth-
ods, in which all participants can contribute similarly. 
This approach measures effectiveness rather than effi-
ciency, because each expert provides realistic scenar-
ios from their experience. The most common types 
of formal consensus methods are the Delphi method 
and the nominal group technique. The Delphi meth-
od is based on the principle of collective intelligence; 
it uses a large number of participants, who answer 
questionnaires in different rounds, and has a coordi-
nator. There is a period for anonymous feedback and 
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finally a statistical group response is achieved. For ex-
ample, the 2012 Atlanta consensus used this method. 
In contrast, the nominal group technique obtains re-
views from a smaller number of experts, everyone has 
the opportunity to participate, and there is feedback 
for each response. It consists of many reviews that 
are stratified in terms of acceptance. The 1992 Atlanta 
consensus was based on this technique (21-23).

A CLINICALLY BASED CLASSIFICATION  
SYSTEM FOR ACUTE PANCREATITIS  
(ATLANTA SYMPOSIUM, 1992)

Positive aspects 
Overall, this consensus allows a working diagnosis 
based on information that can be obtained within the 
first and second days of hospitalization, using the pa-
tient’s medical history, laboratory results and some 
radiological findings (3). It improves upon the previ-
ous classification of Marseilles, which was based on 
morphology and data that could not be obtained dur-
ing hospitalization (3); and reclassifies acute pancre-
atitis during its evolution, recognizing it as a dynamic 
process. The 1992 Atlanta classification system also 
reached a consensus on the terminology for acute 
pancreatitis in order to facilitate the communication 
between institutions and researchers (3).

Why is important to review the 1992 Atlanta 
classification system?
Knowledge about the pathophysiology of the disease, 
therapeutic strategies and technology, has changed 
and evolved over two decades. Furthermore, this 
classification has been the subject of criticism: (1) 
The 1992 Atlanta classification does not provide a 
cutoff level for pancreatic enzymes for the diagnosis 
of acute pancreatitis (5); (2) It divides the severity of 
acute pancreatitis into mild and severe according to 
the organ failure criteria proposed; (3) It determines 
that a patient has pancreatitis according to a certain 
Ranson and APACHE II score, which also predicts se-
verity; however, this concept of severity differs from 
the current one, which is related to organ failure. It 
is critical to understand these two concepts because 

not all patients assigned a significant prediction score 
for severity actually have severe acute pancreatitis (5, 
24). Currently, there is better understanding about the 
pathophysiology and treatment of shock; addition-
ally, organ failure criteria and its classification have 
changed. (4) Lastly, local complications have large 
interobserver variability and lack clear radiological 
criteria (25,26). All of these factors led to a continued 
failure to use standardized definitions for acute pan-
creatitis. In addition, heterogeneity of the criteria for 
inclusion of patients in clinical trials has hindered the 
progress of evidence-based research.

Classification of acute pancreatitis—2012: 
revision of the Atlanta classification and 
definitions by international consensus
The update of the 1992 Atlanta consensus was made 
using the Delphi method. This process started in 2007 
with a web-based consultation to ensure a broad par-
ticipation of experts. Subsequently, a working group 
was formed to coordinate the management of the final 
document, according to the reviewer’s annotations. 
This consultation process was repeated three times and 
eventually the consensus was published in 2012, retain-
ing only the information with the supporting evidence.

In this new consensus, the interstitial edematous pan-
creatitis and necrotizing pancreatitis concepts remain. It 
also proposes diagnostic criteria for acute pancreatitis, 
which is divided into two phases, early (first two weeks) 
and late (more than two weeks and only for moderately 
severe and severe pancreatitis). Severity also incorpo-
rates new parameters; by accounting for organ failure, 
pancreatitis is classified as mild, moderately severe or 
severe. According to this new classification, complica-
tions of the disease can be systemic or local; the latter 
are described in detail, taking into consideration CT 
findings, differently from the previous classification, 
and are classified into peripancreatic fluid collections, 
pancreatic and peripancreatic necrosis (sterile or infect-
ed), pseudocyst and walled-off necrosis. 

DIAGNOSIS OF ACUTE PANCREATITIS 
The diagnosis of acute pancreatitis requires two of the 
following three features:



IATREIA Vol 27(4) octubre-diciembre 2014

453

1.	 Abdominal pain consistent with acute pancreatitis 
(acute onset of a persistent, severe epigastric pain, 
often radiating to the back).

2.	 Pancreatic enzymes (serum lipase or amylase ac-
tivity) at least three times greater than the upper 
normal limit. 

3.	 Typical imaging findings.

If a patient meets the criteria for abdominal pain and 
elevated pancreatic enzymes, no images are required 
to make a diagnosis upon admission to the hospital. 
Conversely, if symptoms are highly suggestive of pan-
creatitis, but pancreatic enzyme levels are not diag-
nostic, an imaging study is recommended (27,28).

It is important to define the onset of acute pancreatitis as 
the time when the abdominal pain began and not when 
the patient was admitted to the hospital; the relevance of 
this distinction lies in the need to know the time course 
of the symptoms in order to classify the organ failure.

TYPES OF ACUTE PANCREATIITS

Interstitial edematous pancreatitis
Interstitial edematous pancreatitis is the most common 
type and usually resolves within a few days. Morpholog-
ically, it is characterized by diffuse enlargement of the 
pancreas due to inflammatory edema of the parenchy-
ma and peripancreatic tissues, but without recogniz-
able tissue necrosis. On a CT scan (Contrast Enhanced 
Computed Tomography), the pancreatic parenchyma 
shows relatively homogeneous enhancement, and 
peripancreatic fat usually shows some inflammatory 
changes such as haziness or mild stranding.

In a CT scan during the first days after onset of acute 
pancreatitis, pancreatic parenchymal tissue may show 
a heterogeneous enhancement pattern that is not cat-
egorized definitively as either interstitial edematous 
pancreatitis or necrosis. Thus, the presence or absence 
of necrosis should be described as undetermined. A CT 
scan after 5-7 days allows for a better characterization.

Necrotizing pancreatitis
Necrotizing pancreatitis is less common and is char-
acterized by the presence of pancreatic or peripan-
creatic necrosis (29). It is necessary to emphasize that 
the impairment of pancreatic perfusion and signs of 
peripancreatic necrosis evolve over the course of sev-
eral days, which explains why an early CT scan may 
underestimate the extent of pancreatic and peripan-
creatic necrosis. In the first week, the pattern of per-
fusion of pancreatic parenchyma on a CT scan can 
be patchy, but a non-enhancing area of pancreatic 
parenchyma could be evident few days afterwards, 
and it denotes the extent of necrosis (26), which may 
remain sterile or become infected.

The 2012 Atlanta consensus highlights the diagnosis 
of infected pancreatic necrosis because, if it is pres-
ent, the patient needs antibiotic therapy and possibly 
invasive procedures. Infected pancreatic necrosis is 
associated with increased morbidity and with a re-
ported mortality rate up to 30% (30,31). The presence 
of infection may be suspected if gas is observed in 
the pancreatic and/or peripancreatic tissues on the 
CT scan or when a percutaneous, image-guided, fine-
needle aspiration (FNA) is positive for bacteria and/or 
fungi by Gram stain and culture.

Table 1. Acute pancreatitis characteristics according to morphological and imaging aspects

Morphology CT scan

Interstitial  
edematous  
pancreatitis 

Acute inflammation of parenchyma and  
peripancreatic tissues.
Diffuse enlargement of pancreas without 
recognizable tissue necrosis. 

Parenchyma has homogeneous enhancement, 
and peripancreatic fat shows inflammatory  
changes such as haziness or mild stranding.

Necrotizing
pancreatitis 

Necrosis of the pancreatic parenchyma and/or 
peripancreatic tissue, rarely of the pancreatic 
parenchyma alone

Less than 1 week: patchy enhancement of the 
parenchymal tissue. 

More than 1 week: non-enhancing areas are  
considered necrosis.
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LOCAL COMPLICATIONS
The 1992 Atlanta classification system proposed the 
following terms: acute fluid collection, pseudocyst, 
pancreatic necrosis and pancreatic abscess, but their 
descriptions and tomographic criteria were unclear. 
The new classification system (Atlanta 2012) provided 
a comprehensive description of the local complica-
tions of pancreatitis, including tomographic and mor-
phological criteria that considered the natural course 
of the disease and management to reach a more ac-
curate diagnosis with decreased interobserver vari-
ability. This update proposed the following local com-
plication terms: acute peripancreatic fluid, pancreatic 
pseudocyst, acute necrotic collections and walled-off 
necrosis. 

The term “pancreatic abscess” was proposed by the 
original Atlanta classification. It was defined as a lo-
calized pus collection without significant necrotic 
material. The new classification of 2012 does not take 
this term into account, arguing that it is an extremely 
rare finding, is confusing and has not been widely ad-
opted (32).

The term pancreatic pseudocyst has been used repeat-
edly and erroneously in the medical literature and in 
clinical practice. In fact, it is used inappropriately to 
describe most of the peripancreatic collections in the 
context of acute pancreatitis. The new classification 
places more clear and objective limits on pancreatic 
and peripancreatic collections (33). Consequently, it is 
important to clarify that a peripancreatic fluid collec-
tion that persists for more than 4 weeks can probably 
become pseudocyst, although during the evolution 
of acute pancreatitis, it is rare that a true pseudocyst 
(a persistent fluid collection bound by a well-defined 
wall whose content is primarily not solid) develops. 

Likewise, the 2012 Atlanta classification states that 
the term pseudocyst should not be used if there is 
evidence of solid necrotic material within the collec-
tion. As a result, it ensures that a pseudocyst cannot 
be formed from an acute necrotic collection; for this 
reason, the term ‘pancreatic pseudocyst’ in the con-
text of acute pancreatitis may fall into disuse. Bearing 
in mind that the pathophysiology of a pseudocyst in-
volves an alteration of the ducts, another way that a 
pseudocyst may develop is the via ‘disconnected duct 
syndrome’. This term refers to the localized leakage of 

pancreatic fluid due to the lack of continuity between 
viable pancreatic tissue and the cavity where a necro-
sectomy was previously performed (34) in which ne-
crosis was not found because it had been removed by 
this procedure.

To differentiate pancreatic pseudocysts from peripan-
creatic necrosis in cases where a CT scan does not dis-
tinguish solid from liquid content immediately, it may 
be necessary to use other immunological techniques 
such as magnetic resonance imaging (MRI) or endo-
scopic ultrasound to support the diagnosis, by show-
ing the absence of solid material within the collection. 
Another local complication is walled-off necrosis, the 
mature phase of an acute necrotic collection. Its con-
tent is characterized by varying amounts of solid and 
liquid material surrounded by an uncoated, fibrous re-
active capsule. It usually develops after 4 weeks from 
the onset of necrotizing pancreatitis (33,35). Imaging 
studies other than CECT may be required to differenti-
ate that collection from a pancreatic pseudocyst.

ORGANIC FAILURE 
The 2012 Atlanta classification proposes a definition 
of organ failure different from the 1992 Atlanta clas-
sification based on the modified Marshall scoring 
system (36), which is recognized for having universal 
applicability and the ability to stratify disease severity 
easily and objectively. Three systems were evaluated: 
the respiratory system measured based on the PaO2/
FiO2 ratio, the renal system, considering serum cre-
atinine and the cardiovascular system by measuring 
systolic blood pressure and patient’s response to fluid 
resuscitation. Organ failure is defined as a score of 2 
or more for one of these three organ systems. These 
parameters are relatively similar to those used by the 
1992 Atlanta classification, but it only took into ac-
count blood pressure to define shock and respiratory 
failure defined by PaO2. The 2012 Atlanta Consensus 
also classifies organ failure into transient, if resolved 
in less than 48 hours, or persistent, if not resolved by 
then.

SEVERITY OF ACUTE PANCREATITIS
At admission, it is important to define and stratify the 
severity of acute pancreatitis because patients with 
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severe acute pancreatitis require aggressive early 
treatment; moreover, it is important in these cases to 
determine the necessity for a higher level of care and 
referral to a specialist. Also, for specialists who receive 
such referrals, it is advantageous to stratify these pa-
tients into subgroups based on the presence of persis-
tent or transient organ failure and local or systemic 
complications (37,38).

Mild acute pancreatitis
Mild acute pancreatitis is characterized by the ab-
sence of organ failure and local or systemic compli-
cations. It usually resolves during the early phase and 
no imaging studies are required.

Moderately severe acute pancreatitis
Moderately severe acute pancreatitis is characterized 
by transient organ failure and/or local or systemic 
complications. One example of a symptomatic local 
complication is a peripancreatic collection associated 
with prolonged abdominal pain, fever and leukocyto-
sis, or that produces an impairment to tolerate taking 
anything by mouth. 

Moderately severe acute pancreatitis may be resolved 
without intervention (as for a transient organ failure 
or acute fluid collection) or require specialized long-
term care (as for a sterile necrosis without organ fail-
ure). This entity may be resolved during the second 
week or require an extended hospitalization due to 
local or systemic complications.

This new category has been criticized by some au-
thors, who argue that it includes three different types 
of patients, namely: those with organ failure, those 
whose health is impaired by systemic diseases and 
those with local complications. However, the 1992 At-
lanta classification explained the introduction of this 
new category. It included patients with organ failure, 
either multiple, simple, transient or persistent, in the 
definition of severe acute pancreatitis. This is because, 
at the time, there were no such distinctions. This clas-
sification also included patients with local complica-
tions. This division was heavily criticized due to its 
simplicity as prospective. Retrospective analysis sug-
gested a new category called moderately severe acute 

pancreatitis. Studies demonstrated that mortality and 
time in the intensive care unit were higher in patients 
with severe acute pancreatitis with organ failure com-
pared with those who had moderately severe acute 
pancreatitis, but without organ failure (local compli-
cations) according to the Atlanta criteria. Using the 
arguments mentioned above, it was decided to split 
the severity into moderately severe and severe acute 
pancreatitis (39-41).

Severe acute pancreatitis
Severe acute pancreatitis is characterized by the pres-
ence of persistent (either single or multiple) organ fail-
ure (42). Patients with severe acute pancreatitis that 
develops within the first phase are at increased risk of 
death: approximately 36% to 50% of these patients die 
at that stage of the disease (43-45). The subsequent de-
velopment of infected necrosis leads to an extremely 
high mortality rate (31,46). A meta-analysis published 
in 2010 showed that both pancreatic necrosis and or-
gan failure are independent factors that increase mor-
tality in severe acute pancreatitis up to 30% and 32%, 
respectively, but when both factors are present, it rises 
to 43% (31).

One of the most innovative points concerning the 
new proposed classification (Atlanta 2012) is the dis-
tinction between the concept of predicted severity 
and current severity. The 1992 Atlanta classification 
system splits severity into mild and severe acute pan-
creatitis, according to organ failure criteria proposed 
at the time. It also considered that a patient with a 
Ranson score ≥ 3 or an APACHE II score > 8 had 
severe pancreatitis; these scores predicted severity 
differently from the current severity concept which 
is associated with organ failure. These tests are also 
cumbersome, requiring multiple measurements and 
Ranson’s score is not completely accurate until 48 
hours after the onset of symptoms.

It is important to differentiate between the two con-
cepts, current and predicted severity, since less than 
50% of patients with predicted severity will finally 
show a current serious illness. This lack of distinction 
may explain the variation in the incidence of acute 
pancreatitis. Additionally, treatment may be delayed 
by the inability to differentiate between the mild and 
severe forms of the disease (5,24).
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Evolution of the severity of acute pancreatitis
During the clinical approach to patients with acute 
pancreatitis, it is crucial to evaluate the severity over 
time. From the time of admission to the hospital, the 
presence or absence of organ failure must be iden-
tified and it must be determined, according to its 
evolution over time, if the organ failure is persistent 
or not. However, because it is difficult to determine 
when organ failure is present in the first 24 hours, 
treatment of the patient for severe acute pancreatitis 
is recommended. In addition, monitoring should be 
performed during the early phase, after 24 hours, 48 
hours and 7 days after admission.

When the diagnosis of pancreatitis is clear, a CT scan 
is not recommended during the first 48 to 72 hours 
because the presence of necrotizing pancreatitis can-
not be accurately determined during that period, nor 
can its extension be defined. Moreover, it is not nec-
essary to identify local complications during the first 
week since the extent of morphological changes and 
necrosis are not directly proportional to the sever-
ity of organ failure and treatment is not required for 
complications detected during the early phase (47). A 
CECT is only recommended during the first days of 
symptoms when the diagnosis is uncertain or the pa-
tient presents a rapid health impairment despite sup-
portive measures (24,26,38).

PHASES OF ACUTE PANCREATITIS

Early acute pancreatitis
Early acute pancreatitis usually lasts one or two 
weeks. During this phase systemic changes occur as 
a response to local pancreatic injury, which is mainly 
due to three factors: activated pancreatic enzymes, 
microcirculatory impairment and the release of in-
flammatory mediators (48,49). These elements mani-
fest clinically as a systemic inflammatory response 
(SIRS). Organ failure risk increases if the SIRS persists; 
SIRS presence on day one predicts the severity of 
pancreatitis with a sensitivity of 85% to 100%, while its 
absence on that day has a negative predictive value 
(NPV) for severe pancreatitis from 98% to 100% (49). 
On the whole, it can be concluded that the main 
cause of death during the early phase is the inflam-
matory response associated with organ failure (14). At 

this stage, about half of the deaths from necrotizing 
pancreatitis are attributable to multiple organ failure 
(46). The usefulness of surgical intervention during 
the first phase has been questioned, since it has been 
shown to be of some benefit only in a very few cases, 
because the phenomenon has a purely inflammatory 
systemic nature (50).

Late acute pancreatitis 
Late acute pancreatitis is characterized by persistent 
signs of systemic inflammation or the presence of lo-
cal complications. By definition, it only occurs in pa-
tients with acute severe or moderately severe pancre-
atitis, according to Atlanta 2012. Local complications 
evolve during this phase. It is important to distinguish 
the morphological characteristics of local complica-
tions radiologically owing to the implications for their 
treatment. Nevertheless, the main determinant of se-
verity is still persistent organ failure. Therefore, the 
diagnosis of pancreatitis in this phase requires clinical 
and morphological criteria. The main determinant of 
mortality during this phase is infection: approximate-
ly 30% of patients with necrotizing pancreatitis during 
this phase die from an infected necrotic zone (31).

CONCLUSIONS
The 2012 Atlanta classification updates the concepts 
proposed 20 years ago by the 1992 Atlanta Consensus. 
It contains innovative proposals because it is based on 
current knowledge about the natural history, patho-
physiology, and the diagnosis of acute pancreatitis, as 
well as the use of clinical and radiological criteria to 
reach an updated consensus on this topic. The 2012 
Atlanta classification system provides more accurate 
guidelines to diagnose acute pancreatitis; moreover, 
it provides a reference level for pancreatic enzymes 
and a diagnostic algorithm. It also incorporates the 
current concept of organ failure to classify acute 
pancreatitis as mild, moderately severe and severe, 
emphasizing differentiation by current and predicted 
severity scores such as Ranson and APACHE II

This consensus reaches an agreement about the ter-
minology for local complications, formerly debated 
because of the large interobserver variability. It di-
vides local complications into acute peripancreatic 
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fluid collection, pancreatic pseudocyst, acute necrot-
ic collection and walled-off necrosis. Additionally, as 
an innovative factor, it includes tomographic criteria 

to classify these findings. Moreover, it highlights the 
importance of infected necrosis because of its asso-
ciation with high morbidity and mortality (figure 1)

Figure 1. Flow chart. Current definitions regarding acute pancreatitis according to the new 
modifications to the 1992 Atlanta classification

Arrived at using the Delphi method, the 2012 Atlanta 
consensus brings strong clinical evidence and com-
mon points provided by international experts regard-
ing the current knowledge of acute pancreatitis. More-
over, it is considered a proposal that helps the medical 
community to make decisions. Although it apparently 
has no direct effect on the treatment of patients with 
acute pancreatitis, this consensus will help in the de-
sign of clinical studies with standardized parameters, 
which in turn will have an impact on the recommen-
dations about interventions and specific treatment. 
In addition, this consensus must be validated by pro-
spective studies that support these guidelines.
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