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Head to head: should we adopt the term ‘sessile serrated lesion’?

The precursor lesion for the ~30% of colon carcino-
mas developing along the serrated pathway was first
described in detail in 1996, and was named sessile
serrated adenoma in 2003. Although the entity itself
was controversial initially, over time the concept of a
serrated pathway initiated by this lesion has become
well accepted in the medical community. The name
sessile serrated adenoma, however, has been contro-
versial since the beginning and continues to be

controversial. Alternative names, including serrated
polyp with abnormal proliferation, sessile serrated
polyp and, most recently, sessile serrated lesion, have
been proposed. Despite the fact that the term sessile
serrated lesion was adopted by the World Health
Organization in 2019, none of these terms has
received universal acceptance. In this article, argu-
ments for and against adopting the term sessile ser-
rated lesion are discussed in detail.
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Introduction

Since the recognition of serrated lesions as precursors of
adenocarcinoma in 1996, which was a controversial
suggestion at the time, and was not generally accepted
until after 2003, the terminology of serrated lesions has
been even more controversial.1,2 Although the initial
description of this lesion was published in 1996, the first
use of the term sessile serrated adenoma (SSA) was pub-
lished in 2003.3 In that initial 1996 article, the lesion
was misinterpreted as being a flat variant of the serrated
adenoma as described by Longacre and Fenoglio-

Preiser, which is usually a very protuberant lesion;
hence the term ‘sessile’ serrated adenoma.4 The term
traditional serrated adenoma (TSA) was coined in 2003
to give recognition to the most characteristic of several
lesions (including what we now know as TSA as well as
what we would now consider to be SSA with cytological
dysplasia) described in the initial contribution of Lon-
gacre and Fenoglio-Preiser.4 Later, it became apparent
that SSA and TSA were quite distinct demographically
and molecularly. It was recognized that neither SSA or
TSA in its earliest form had what is typically recognized
as dysplasia in conventional adenomas (CAs) arising
secondary to APC mutations (although some authors
misinterpret enteric metaplasia in TSA as low-grade ser-
rated dysplasia); however, both lesions can develop cyto-
logical features that are are histologically typical of
conventional dysplasia as they progress. Hence, the
terms SSA with cytological dysplasia and TSA with con-
ventional dysplasia were coined to represent this more
advanced form of these lesions.
From the earliest days, the name SSA was criticized

because of the absence of dysplasia as seen in CA,
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although the term TSA has generally been widely accepted
without criticism, despite the fact that it also does not have
dysplasia in its early form.5–7 Alternative terms proposed
in the early days included both sessile serrated polyp (SSP)
and serrated polyp with abnormal proliferation (SPAP) (a
term used by O’Brien et al., recognizing a term coined
descriptively in 2003 to describe the main structural differ-
ence between SSA and hyperplastic polyps).8,9 The argu-
ment proposed in favour of SSP and SPAP was mainly the
absence of dysplasia in the lesion, with the dogma at the
time being that all adenomas have dysplasia. Although
SPAP has some merit as a non-committal descriptive term,
it never received additional support. SSA and SSP, how-
ever, both received widespread acceptance by different
groups, although the use of two different terms for the
same lesion caused considerable confusion in the litera-
ture, as it was unclear to some readers whether these were
the same or different lesions. Hence, in 2010 the World
Health Organization (WHO) agreed to accept either term
for routine use and to use the combination SSA/P for pub-
lications to prevent confusion.10

Recently, the term sessile serrated lesion (SSL) has
been proposed, mainly in the UK, as an alternative
term for the lesion.11 The rationale for SSL appears to
be exactly the same as the rationale for SSP, being
based on the absence of dysplasia. In 2019, the WHO
chose to adopt the term SSL and recommended that
the use of SSA and SSP be discontinued.12

Morphological description

SSAs/SSLs are generally composed of a mixture of
goblet cells and microvesicular epithelial cells with

bland cytology. Their nuclei are small, round to oval,
and basally located. In contrast to that of hyperplastic
polyps, the architecture of some of the crypts is dis-
torted, presenting with horizontal growth above the
muscularis mucosae, serration and dilatation deep in
the basal parts of the crypts, and asymmetrical prolif-
eration.12 By definition, one unequivocal architec-
turally distorted crypt is sufficient for the diagnosis of
SSA/SSL (Figure 1).
SSAs/SSLs are complex lesions with various inter-

actions with the microenvironment. Mucosal hernia-
tion can lead to an inverted appearance with
additional distortion of the crypt architecture by
smooth muscle fibres.13 A subset of SSLs present with
unusual stromal proliferation, either perineurioma-like14

or with submucosal or intramucosal accumulation of
lipocytes.15, 16 The meaning of these phenomena is not
clear, but they add to the complexity and heterogene-
ity of this lesion.
Although, at this point, there is acceptance of the

concept of the serrated pathway to colorectal carci-
noma (CRC), strong opinions persist regarding the
best terminology. Arguments for and against SSL as
an alternative term follow.

Yes: SSL should be introduced as a unifying
term (Iris Nagtegaal)

W H A T I S A P R O P E R N A M E ?

‘The beginning of wisdom is to call things by their
proper names’ is a well-known quotation by Confu-
cius. It can be considered to be the guideline for our

Figure 1. A, Overview of

sessile serrated adenoma/sessile

serrated lesion with

characteristic crypt distortion.

B, Focal presence of dysplasia.
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work as pathologists, as well as for the classification
series of the WHO.
However, in the 1st edition of the WHO series of

international classification of tumours (part 15, Histo-
logical typing of intestinal tumours)17 the problem
was already clearly stated: ‘Among the prerequisites
for comparative studies of cancer are international
agreement on histological criteria for the classification
of cancer types and a standardized nomenclature. At
present, pathologists use different terms for the same
pathological entity, and furthermore, the same term
is sometimes applied to lesions of different types. An
internationally agreed classification of tumours,
acceptable alike to physicians, surgeons, radiologists,
pathologists and statisticians, would enable cancer
workers in all parts of the world to compare their
findings and would facilitate collaboration among
them’. This points towards the first requirement for a
proper name, which is that it should be unifying: one
name for one entity.
Although older entities within pathology are

known by the names of the persons who first
described them, this practice is no longer recom-
mended,18, 19 as these terms are less informative than
a morphology-derived or biology-derived name. In
addition, it is helpful to have the opportunity to add
information about the biological behaviour of the
entity, often by the addition of a description of the
grade, e.g. low-grade dysplasia or borderline malig-
nancy. The latter is extremely helpful in entities that
play a role in carcinogenesis.

A L L A D E N O M A S I N T H E G A S T R O I N T E S T I N A L

T R A C T S H O W C Y T O L O G I C A L D Y S P L A S I A

The definitions of gastrointestinal adenomas, since
the first edition of the WHO classification, always
implied cytological atypia in the epithelial cells
that is sufficient for the diagnosis of dysplasia
(Table 1).10,12,17,20,21 This contrasts with the bland
cytology of SSL, and is the main argument against
the use of the term adenoma for these lesions. For
this reason, many pathologists and clinicians were
reluctant to use the term SSA.22 In addition, it was
recognized early that SSL would require an additional
step of morphological features resembling adenoma
before progressing to carcinoma.2 This intermediate
step is now called SSL with dysplasia. The incidence
of these overtly dysplastic lesions is estimated at 6%
of all SSLs.23,24 These advanced lesions are heteroge-
neous morphologically, with several patterns of dys-
plasia having been described, including ‘not
otherwise specified’, minimal deviation, conventional

and serrated types.25,26 Unlike for CAs, there is no
need for grading of dysplasia in SSL. The presence of
any histological form of dysplasia in SSL, often associ-
ated with loss of MLH1 expression, is considered to be
an indicator of a high risk of progression to carci-
noma.

B I O L O G I C A L B E H A V I O U R O F S S L

The risk of CRC developing in patients with SSL is at
least similar to that in patients with CA. Morphologi-
cal, molecular and epidemiological studies have pro-
ven its role as precursor for a significant percentage
of CRCs.27 The serrated pathway, which is a model
with stepwise progression towards CRC, has been
described in analogy with the adenoma–carcinoma
pathway for CA. The sequence and nature of genetic
mutations of the serrated pathway are different from
those of the adenoma–carcinoma pathway. BRAF
mutations are early events, leading to widespread
CpG island methylation, resulting in the CpG island
methylator phenotype.28 As a consequence of hyper-
methylation of the MLH1 promoter, microsatellite
instability occurs. This molecular change is present in
the majority of SSLs with dysplasia.25 So, although
both CA and SSL are both precursor lesions for CRC,
they are not the same and have different developmen-
tal pathways.

Table 1. Definitions of colorectal adenoma, as derived
from the World Health Organisation classification of
tumours (various editions)

WHO classification Definition

1st edition17 A benign pedunculated or sessile neoplasm of
glandular epithelium in which there is atypia
of varying degrees.

2nd edition20 A circumscribed benign neoplasm composed
of tubular and/or villous structures lined by
dysplastic epithelium. Dysplastic epithelium
differs from the normal in including a higher
proportion of immature cells containing
large, hyperbasophilic and stratified nuclei.

3rd edition21 These precursor lesions are defined by the
presence of intraepithelial neoplasia,
histologically classified by hypercellularity
with enlarged hyperchromatic nuclei, varying
degrees of nuclear stratification and loss of
polarity.

4th edition10 Adenomas are defined by the presence of
dysplastic epithelium

5th edition12 Benign, premalignant neoplasms composed of
dysplastic epithelium
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N O T A L L P R E C U R S O R L E S I O N S A R E C A L L E D

A D E N O M A S

The fact that SSLs are precursors of CRC does not
automatically imply that we should use the term ade-
noma for SSL. In the tubular gut, several other enti-
ties exist that are precursors but are not called
adenomas. These include Barrett oesophagus, gastric
dysplasia, and inflammatory bowel disease-associated
dysplasia. These lesions are not called adenomas, first
because these are not, by definition, polypoid in nat-
ure, and second to emphasize their different develop-
mental pathway.

W H Y S S L S H O U L D N O T B E C A L L E D S S A , S S P , O R

S S A / P

Previous terms for SSL were not ideal. Although SSL
is a precursor of CRC, the use of SSA implied the
presence of dysplasia, which is absent in the ordinary
form of the lesion. There is no obvious need for the
use of adenoma to indicate a precursor lesion,
because, in gastrointestinal pathology, other terms
are in use for different types of precursor lesion.
Moreover, the use of the term SSL allows for the addi-
tion of ‘with dysplasia’ in order to indicate a high-
risk SSL. The previous term ‘SSA/P with cytological
dysplasia’10 was confusing when SSA was used.
The main argument against the term SSP is the

fact that most SSLs are indeed sessile rather than
pedunculated or polypoid. Endoscopic recognition is
therefore notoriously difficult.27 Moreover, the term
SSP could potentially be confusing, as both hyperplas-
tic polyps and SSL can described as such. In most
cases, this term was used as an alternative for SSA in
the absence of dysplasia.22 However, to emphasize
that SSA and SSP were synonyms and to come to a
compromise, the hybrid term SSA/P was coined in
the 4th edition of the WHO classification.10 This led
to the use of three different terms in clinical practice
and the literature, which is far from the ideal unify-
ing nomenclature that is best for patients and
research alike.
The term SSL was, before its introduction in the

5th edition of the WHO classification,12 internation-
ally introduced in Europe in the context of population
screening programmes.29 This term was first used by
an international multidisciplinary consortium includ-
ing pathologists and clinicians in 2008.30 This unify-
ing term, with possibilities for indicating high-risk
variations, reflects the complexity of the lesion. Clini-
cal acceptance of this term is high22 and the precur-
sor nature is well understood.

No: we should use SSA as the term for this
entity (Dale Snover)

S O W H A T I S A N A D E N O M A ?

As the argument against the use of the term SSA has
been the absence of cytological dysplasia, with the
implication that the term adenoma is inappropriate
for any lesion which is not dysplastic, we should per-
haps explore the meaning of adenoma with particular
regard to the need for dysplasia as a defining feature.
A typical dictionary definition of an adenoma is a ‘be-
nign tumor of a glandular structure or glandular ori-
gin’.31 Despite the common misconception that
adenomas in the gastrointestinal tract by definition
have dysplasia, this has not always been true, even
in the colon. If one looks at literature in the 1960s,
for example, lesions currently considered to be
hamartomatous, such as juvenile retention polyps,
were considered to be juvenile adenomas of the
colon.32 The concept of dysplasia as a defining fea-
ture did not exist, although it became recognized that
dysplasia did separate adenomas that were premalig-
nant from those that were not. In essentially all other
organs of the body (thyroid, adrenal, liver, upper gas-
trointestinal tract, or pancreas, for example), the
diagnosis of adenoma does not require dysplasia
[common examples in the gastrointestinal tract and
liver would include hepatocellular adenoma, bile duct
adenoma, serous (microglandular) adenoma of the
pancreas, and both foveolar and pyloric adenomas of
the stomach, as well as TSA in the large intestine].
Perhaps the most ironic point of this is the fact that
TSA is also a lesion without typical conventional dys-
plasia in its non-advanced form (although, as noted
in the Introduction, some authors contend that
enteric metaplasia is a form of dysplasia, therefore
justifying, in their opinion, the term adenoma), but
nobody (including the authors of the 5th edition of
the WHO classification) has any difficulty in designat-
ing TSA as an adenoma. My point here is not to sug-
gest that any glandular tumour of the colon should
now be considered to be an adenoma, as it was in
the 1960s, but rather that the definition of adenoma
of the colon used through the early 2000s as requir-
ing dysplasia is not an immutable definition, but
rather a working definition that can be as easily
changed now as it was changed when juvenile reten-
tion polyps were no longer considered to be juvenile
adenomas. It is important to remember that the con-
cept of dysplasia as part of the definition of adenoma
was developed at a time when all carcinomas of the
colon were thought to arise from a single precursor
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lesion, and the alternative serrated pathway was not
recognized. Now that we recognize that there is more
than one pathway to colon carcinoma, the definition
of the precursor adenoma also needs to expand to
keep up with our growing knowledge.
So what is the functional meaning of colonic ade-

noma according to current terminology? The advent
of the concept of dysplasia as a defining feature of
adenomas was developed to separate those benign
glandular lesions of the colon that were prone to pro-
gressing to adenocarcinoma from those that were
not. Therefore, the functional significance of the term
adenoma of the colon is to identify polyps with a
propensity towards the development of adenocarci-
noma, or ‘premalignant polyps’ if you will, with the
attendant management issues related to preventing
CRC. The identification of dysplasia as a feature of
one type of premalignant polyp was simply a histo-
logical marker of this type of polyp, and at the time
was considered to be the only marker for identifica-
tion of premalignant polyps, neglecting the possibility
of alternative pathways. This dogma, in retrospect,
resulted in incomplete prevention of colon carcinoma,
particularly of the right colon, as serrated lesions
were treated as non-worrisome lesions and were
ignored. Given this history, it seems more appropriate
to consider all polyps with a significant likelihood of
becoming malignant as adenomas. If one accepts this
concept, it is obvious that the term SSA is a very rea-
sonable name for this lesion, as it is the second most
common precursor of adenocarcinoma in the colon
after the lesion we now prefer to call CA (tubular,
tubulovillous and villous adenomas). Therefore, dys-
plasia (a term that is actually very difficult to clearly
define by any pathologist) should not be a defining
feature of adenoma as a category, but just one fea-
ture that can be seen as the primary finding in ade-
nomas arising along the APC-mutated pathway and
as a secondary finding (not APC mutation-related) in
advanced serrated lesions. The fact that there seems
to be no difficulty in accepting the term TSA without
dysplasia should easily apply to SSA, given the
absence of dysplasia in both.
As a practical matter, for those of us who have

been using the diagnosis of SSA since 2003 or before,
the use of this term has not created confusion for our
clinical colleagues, who have accepted the concept
and term entirely.

S O W H A T I S A ‘ L E S I O N ’ ?

If some authors consider SSL to be a term preferable to
SSA, we should explore the meaning of the term lesion.

The definition of a lesion is ‘an abnormal change in
structure of an organ or part due to injury or disease
especially: one that is circumscribed and well defined’.33

The term lesion has not been used as a specific diagnos-
tic term, but rather as a description of something
requiring further evaluation to determine its nature.
Lesions can be caused by many things: ischaemia,
inflammation, trauma, and neoplasia, among others. A
patient presents with a lesion and we biopsy it to deter-
mine what it is. It is a term with no connotation of neo-
plasia or even tumour, let alone any suggestion that it
might be a precursor to malignancy. It has approxi-
mately the same specificity as calling something a
‘thing’ or a ‘nubbin’ (a small, usually projecting, part
or bit34). By the criteria of using sessile serrated ‘lesion’
to replace sessile serrated ‘adenoma’, any discrete neo-
plastic abnormality in pathology could have its diag-
nostic term replaced by ‘lesion’. We could have basal
cell lesion to replace basal cell carcinoma, or fibroglan-
dular lesion of the breast to replace fibroadenoma.
Obviously, these terms would be unacceptable, as
apparently would the term traditional serrated lesion
for TSA.
It has been suggested that SSL has been an accept-

able term since 2008, because it was used in a consen-
sus article at that time.30 However, prior to the
publication of the 5th edition of the WHO classifica-
tion,12 there was minimal use of this term in the scien-
tific literature, and the term had not been widely used
(if at all) clinically in the USA. Although the term may
have been proposed in 2008, in fact SSA continued to
be the recommended term in many European countries
as well as in North America until 2019. For example,
the German Evidence Based Guideline for Colorectal
Cancer published in 2014 and updated in 2019 used
the term SSA with no mention of SSL.35 Similarly, a
position paper on the management of malignant polyps
from the Association of Coloproctology of Great Britain
and Ireland published in 2013 used the designation
SSA and not SSL.36 Hence, it does not appear that,
until 2019, there was any groundswell of support in
favour of SSL as a replacement term for SSA. A PubMed
search of the term ‘sessile serrated lesion’ in the titles of
papers published from 2008 until 2019 identified only
three papers using this term. A search for ‘sessile ser-
rated adenoma’ in the titles during this same time per-
iod identified 71 papers. Clearly, SSA has been the
preferred term.

S O W H A T I S T H E B E S T N A M E F O R T H I S L E S I O N ?

The term SSA remains the best term for this lesion.
Aside from the fact that it was historically the first
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name, and hence should only be replaced for com-
pelling reasons, it also best reflects the behaviour of
the lesion, which is a precursor to a variety of forms
of CRC. It therefore directs management decisions.
SSP and SSL both suffer from the fact that neither
gives the reader any idea of the nature of the lesion,
and both of these names could obviously apply to
hyperplastic polyps as well as SSA, as both SSA and
hyperplastic polyps are sessile, are serrated, and are
both polyps and lesions. In addition, to say that the
term SSA should be abandoned because the lesion
does not have conventional dysplasia implies that the
term TSA should be abandoned as well, as the lesion
does not necessarily have conventional dysplasia. I
have not, however, seen any suggestion that we
adopt the term ‘traditional serrated lesion’.
What is the true argument for SSL? As far as I can

tell, the only argument proposed is that these lesions
cannot be called adenomas because they do not have
dysplasia. As pointed out above, in all organ systems,
including the gastrointestinal tract, dysplasia in the
conventional sense is not a requirement for the diagno-
sis of adenoma. That distinction seems to be relegated to
the colorectum only. One should remember that the def-
inition of adenoma as having dysplasia was something
we were all taught in medical school, and arose at a
time when there was thought to be only one pathway
to carcinoma in the colon. It was a definition created by
pathologists to distinguish premalignant polyps from
polyps not likely to become malignant. If the serrated
pathway to carcinoma had been discovered first, and
architectural distortion had been the first histological
definition of a premalignant lesion, would the same
authors argue that lesions with dysplasia could not be
considered to be adenomas because they did not have
architectural distortion? Times change, definitions
change, and, hopefully, pathologists’ minds are plastic
enough to change with time as well.
In the end, the term SSL should not be adopted. It

does not fulfil the criteria put forward as being
required for a good name for a lesion. It is ambiguous
regarding the premalignant nature of the lesion and
it is unclear that it refers to a specific lesion, as the
term itself is more fitting as a description for the fam-
ily of serrated lesions (hyperplastic polyps, SSAs, and
TSAs) than for any one lesion within this family.

Discussion

Both authors concur on the morphological descrip-
tion of SSA/SSL and its role in colorectal carcinogene-
sis. There is no fundamental disagreement regarding

the clinical implications of the entity, nor on the cur-
rent state of knowledge regarding its progression from
an early lesion to carcinoma. However, a difference of
opinion persists in the terminology for the lesion,
with acceptance of the term SSL showing consider-
able geographical variability. In general, acceptance
appears to be greater in Europe and Asia than in the
USA.37 This may well reflect the lack of consideration
of the opinions of American pathologists involved in
research in this area in the discussion of the advan-
tages and disadvantages of this term prior to the
2019 WHO publication.
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