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Pancreatitis is among the most variable dis-
eases known to us, and is the number 1
benign disorder leading to hospital admis-
sion.1 Its natural history ranges from com-
plete recovery after a single episode, to
chronic debilitating disease over decades, to
rapid death. In acute pancreatitis, the
problem of unpredictability is compounded
because 80% of patients with mild pan-
creatitis require only short hospital admis-
sions and little in terms of resources. The
remaining 20% with severe pancreatitis
will have to be triaged to either aggressive
early treatment, transfer to intensive care,
or referral to tertiary specialist centres.
When evidence emerged that certain clin-
ical and diagnostic imaging characteristics
allow to distinguish mild from severe pan-
creatitis on hospital admission, severity
classifications of pancreatitis were intro-
duced. The earliest such efforts date back
half a century,2 but a better understanding
of the natural history and refinements in
diagnostic tools required updates roughly
every decade. The most widely accepted
such systems were the Marseille classifica-
tion of 19843 and the Atlanta classification
of 1992.4 A revision of the Atlanta classifi-
cation has now been accomplished and
appears in this issue of Gut.5

The genesis of pancreatitis is interesting.
Rather than withdrawing to a secluded but
sunny location for a meeting of world
experts, or using the established instru-
ments of evidence-based medicine with
their formalised literature search and
consensus-finding tools, the authors have
chosen a web-based consensus-building
approach. They first considered required
revisions to the original Atlanta classifica-
tion, composed an initial draft, and distrib-
uted it through the email lists of 11
international pancreas societies. Their
initial call for suggestions and corrections

was answered by 40 respondents, the
second call by 57 and the third by 58 more.
When the draft was put on the internet,
while falling short of going viral, it not
only led to direct discussion with the
authors and within the community, but
also prompted several publications referring
to preliminary versions of the paper. The
authors decided which suggestions to
ignore and which to incorporate into each
revision, and what you hold in your hands5

is the final, authorised and official Atlanta
revision (and the only one having under-
gone formal peer review). I think it was
worth waiting for.
Banks and coworkers have delivered the

most concise system of definitions and
classifications for acute pancreatitis in
two decades. It is clearly written with
clinicians in mind, and will greatly
improve the reporting of pancreatitis (if
readers bother to download the supple-
mentary files), communication between
clinicians, and the design of clinical trials.
The authors claim to not having provided
a management guideline, but the classifi-
cation will clearly influence future prac-
tise6 and, possibly, also reimbursement.
The new classification retains the dis-

tinction between interstitial-oedematous
and necrotising pancreatitis, which was
once abandoned, but corresponds well to
modern imaging criteria. In terms of sever-
ity, it proposes to group patients into mild,
moderately severe and severe pancreatitis, a
classification that is not uncontroversial.
An earlier version of the paper had stayed
with the established mild versus severe
classification which divided patients
depending on whether or not they suffered
from organ failure (single or multiple; car-
diovascular, renal or respiratory) for more
than 48 h. That distinction was easy. The
newly introduced moderately severe cat-
egory is more impractical because it not
only includes patients with organ failure,
albeit for less than 48 h, but also patients
whose pre-existing diseases (eg, chronic
airway disease or diabetes) deteriorates, as

well as patients with local complications
on imaging studies, such as necrosis or
fluid collections. This constitutes a rather
mixed bag of systemic and local character-
istics, but is based on a retrospective ana-
lysis in which patients with moderately
severe disease differed from other severity
groups in morbidity and mortality.7 It may
be worth using the moderately severe
descriptor in the future, although this cat-
egory will comprise at least three diverse
patient cohorts. However, one should not
attempt to ‘upgrade’ one’s patients from
mild to moderately severe by using CT
scanning early in the disease course
(although that would be simple). The
authors stress that during the first week,
CT is usually not required because (1) local
changes still evolve, and understaging by
CT is common and (2) no clinical conse-
quences arise from imaging findings in
stable patients in the first week.

The paper also highlights the evolution
of the disease into an early phase, an inter-
mediate period and a late phase after
4 weeks from onset. During the first week,
SIRS (septic inflammatory response syn-
drome) is prevalent, parameters indicating
organ failure guide therapy, and imaging by
CT is usually not required. I am not sure
whether this timetable can be so strictly
applied since the transition from initial
SIRS (with high proinflammatory cytokine
levels such as Il6) to subsequent compensa-
tory anti-inflammatory response syndrome
in which monocytes become unresponsive
to Lipopolysaccharite (LPS) stimulation
and show reduced expression of human
leukocyte antigen DR (HLA-DR) is highly
variable and usually not determined bio-
chemically in patients. The latter phase is,
however, responsible for susceptibility to
infection, infected necrosis and persistent
organ failure.8 After the fourth week, the
authors’ late phase, even different defini-
tions for imaging changes of the pancreas
should be applied according to the revised
Atlanta classification. These represent the
greatest change from previous classification
systems.

The new classification requests a distinc-
tion between intrapancreatic and extrapan-
creatic changes, specifically necrosis and
fluid collections. This is based on the obser-
vation that extrapancreatic changes are
associated with different outcomes from
those within the pancreas,9 and not distin-
guishing the two has been a shortcoming
of previous classifications. The new mor-
phological categories assigned by the
authors to the early disease period include
acute peripancreatic fluid collections
(APFC), which do not involve the pancreas
proper and contain only fluid without solid

Correspondence to Professor Markus M Lerch
Department of Medicine A, University Medicine
Greifswald, Ferdinand-Sauerbruch-Strasse, Greifswald
17475, Germany; lerch@uni-greifswald.de

2 Gut January 2013 Vol 62 No 1

Commentary
P

ro
tected

 b
y co

p
yrig

h
t, in

clu
d

in
g

 fo
r u

ses related
 to

 text an
d

 d
ata m

in
in

g
, A

I train
in

g
, an

d
 sim

ilar tech
n

o
lo

g
ies. 

.
at C

o
lu

m
b

ia U
n

iversity L
ib

raries
 

o
n

 M
arch

 4, 2026
 

h
ttp

://g
u

t.b
m

j.co
m

/
D

o
w

n
lo

ad
ed

 fro
m

 
7 D

ecem
b

er 2012. 
10.1136/g

u
tjn

l-2012-303724 o
n

 
G

u
t: first p

u
b

lish
ed

 as 

http://gut.bmj.com/


components. Whether the fluid is mere
fluid or pus is now immaterial for the des-
ignation. The alternative lesion is called an
acute necrotic collection (ANC, previously
known as necrosis), which may involve the
pancreas and/or the extrapancreatic space,
and contains solid components like fat,
tissue or clotted blood in addition to fluid.
Both collections can be sterile or infected.
While a distinction between infected and
sterile necrosis remains important, the
need for fine needle aspiration to demon-
strate bacterial infection is much
de-emphasised, since most cases of infected
necrosis are now treated conservatively,
and the decision whether and when to
resort to interventional treatment is
mostly based on clinical criteria such as
organ failure.

In the late phase beyond the fourth
week, the authors propose to distinguish
between walled-off necrosis (WON) and
pancreatic pseudocyst, of which both are
encapsulated by a wall of inflammatory
or fibrous tissue,10 but the latter has no
solid components and, according to the
authors, neither often arises from acute
pancreatitis, nor does it develop from
ANC. I beg to differ.

I accept that there may be grounds to
suggest that the treatment of pseudocysts
with non-fluid material (now WON) may
differ from that with fluid-only content,
say, when the latter can be stent-drained
via the papilla in the presence of a dis-
rupted duct, whereas this procedure may
be inadequate in the former containing
solid material.11 However, their pathogen-
esis may still be identical and involve
damage of pancreatic tissue, leakage from
major or minor pancreatic ducts in the
damaged area, and formation of a fibrous
or inflammatory cell capsule around the
collection. Another problem is the poor
performance of CT, the workhorse of
imaging in acute pancreatitis, to properly
detect the solid components within the
fluid of either ANC or WON. The paper ’s
excellent sample images (the ones you
should download for review with your

radiologist) provide impressive examples
for how much more sensitively MRI
detects solid content within fluid collec-
tions. In the same patient population,
there will be many more WONs and ANCs
if the classification is based on magnetic
resonance imaging (MRI), endoscopic
ultrasound (EUS) or even transabdominal
ultrasound, and many more APFC and
pseudocysts when assessed by CT unless
specific specialist training is undertaken.
Future studies will have to clarify to what
extent the distinction eventually affects
clinical decision making, and how robust
interobserver and interimaging-technique
agreement really is.
These caveats should not detract from

the merits of the new classification, which,
by the way, does not address pathogen-
esis.12 It integrates recent developments in
imaging technology and understanding of
disease progression into a new system of
classifying severity, defining morphological
changes, and reporting patient characteris-
tics. Its recommendations are based on
solid clinical studies as much as on expert
opinion of the international pancreatitis
community. Beyond having a direct effect
on patient care, the new classification will
contribute to the design of clinical studies
in which patients need to be categorised
for specific interventions. The revised
Atlanta classification will, however, need to
undergo validation in prospective trials to
determine whether its parameters are
applicable and practical, whether they are
relevant to meaningful predictions of
outcome, and whether they can be used to
choose between treatment options. I am
confident it will soon be widely used.
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