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Abstract

Microscopic colitis is a chronic inflammatory disease of the colon that describes patients who present with watery diarrhea, nor-
mal or minimal endoscopic findings, and chronic inflammation identified on colonic biopsy. As the name suggests, microscopic
colitis requires histologic evaluation for diagnosis. The two most well-established histologic patterns are collagenous colitis
and lymphocytic colitis. In this review, we highlighted the key histologic features of microscopic colitis on biopsy specimens,
along with its endoscopic findings, pathogenesis, and underlying molecular mechanisms. We also discussed important mim-
ickers —including amyloidosis, collagenous colitis, ischemic colitis, and radiation colitis—emphasizing their distinguishing
histopathologic characteristics. Recognizing these mimickers is crucial, as their treatment strategies are significantly different.

Introduction

Microscopic colitis is a chronic inflammatory disease of the colon
that describes patients who present with watery diarrhea, confound-
ingly normal or minimal endoscopic findings, and chronic inflam-
mation identified on colonic biopsy. As the name suggests, micro-
scopic colitis requires histologic evaluation for diagnosis. The two
most broadly recognized and well-established histologic patterns are
collagenous colitis and lymphocytic colitis. Microscopic colitis was
first described as a distinct clinical entity in 1980 by Read et al.,
who defined the disease by the absence of endoscopic abnormalities
and the presence of chronic inflammation in the colonic mucosa.! In
1982, further research by Lazenby et al. distinguishing collagenous
colitis from lymphocytic colitis by noting the presence of a thick-
ened subepithelial collagen band on microscopy.? Today, micro-
scopic colitis is considered a broad diagnostic term encompassing
various etiologies of colitis in which endoscopic and clinical evalu-
ations are equivocal, but histologic examination reveals increased
lamina propria inflammation, lymphocytic infiltration of crypts, and
preservation of overall crypt architecture.

Incidence and clinical presentation

Microscopic colitis has a pooled incidence of 4.14 per 100,000
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persons for collagenous colitis and 4.85 per 100,000 persons for
lymphocytic colitis.> Both lymphocytic and collagenous colitis
demonstrate a female predominance, with a female-to-male ra-
tio of 3:1 to 9:1 for collagenous colitis, and 2.4:1 to 2.7:1 for
lymphocytic colitis. The mean age at diagnosis is 61 years, and
only roughly 25% of patients are diagnosed before the age of
45. Classically, patients present with chronic, non-bloody, watery
diarrhea. Severity is variable, and in patients experiencing severe
symptoms, bowel movements can occur more than fifteen times
per day."*5 Other common symptoms include fecal urgency, in-
continence, nocturnal diarrhea, abdominal pain, and associated
weight loss.

Patients usually report a slow, insidious onset of symptoms, but
a sudden onset has been reported in approximately 40% of cases.
The diagnosis of microscopic colitis is largely one of exclusion,
where the initial clinical differential may include infectious eti-
ologies, inflammatory bowel disease (IBD), inflammatory bowel
syndrome, and celiac disease. Endoscopy, histopathology, and a
thorough patient history play a critical role in refining this differ-
ential. Ulceration, erythema, and increased mucosal friability on
endoscopy are suggestive of an inflammatory bowel disease such
as ulcerative colitis or Crohn’s disease. Patients often present with
bloody diarrhea and significant abdominal pain during IBD flares.
Histology demonstrating crypt architectural distortion, cryptitis or
crypt abscesses, Paneth cell metaplasia, or granuloma formation
further supports a diagnosis of IBD. A family history of autoim-
mune disease or IBD is also helpful, as are possible extraintestinal
manifestations such as arthralgias, pyoderma gangrenosum, ery-
thema nodosum, and elevated inflammatory markers on peripheral
blood draw.® When considering celiac disease, a detailed history
exploring the relationship between abdominal pain, bowel habits,
and dietary changes is essential. A trial of eliminating dietary glu-
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ten often aids in diagnosis. Endoscopy in cases of celiac disease is
often nonspecific but may show loss of normal mucosal folds or a
scalloped appearance.” Histopathology may reveal villous blunt-
ing, increased intraepithelial lymphocytes at the villous tips, and
crypt hyperplasia. Additional clinical tests for anti-tissue transglu-
taminase antibodies can help confirm the diagnosis of celiac dis-
ease rather than microscopic colitis. Infectious etiologies should
also be considered, with attention to recent travel to endemic ar-
eas, antibiotic exposure, and stool cultures. Histopathology show-
ing parasitic, viral, or bacterial organisms would favor a diagnosis
of infectious colitis. Overall, the diagnosis of microscopic colitis
requires the integration of clinical, procedural, and histopathologi-
cal findings and may be difficult to establish without a thorough
workup.

Risk factors for the development of microscopic colitis include
female sex, increasing age, smoking, and the use of medications
such as non-steroidal anti-inflammatory drugs (NSAIDs), proton-
pump inhibitors (PPIs), statins, histamine H2-receptor antagonists,
and selective serotonin reuptake inhibitors.®

The extent to which these medications contribute to the develop-
ment of microscopic colitis is not yet fully understood. Population-
based case-control studies have demonstrated an increased risk
of disease associated with NSAIDs and PPIs when used for four
months or longer.®? However, Zylberberg et al. conducted a mul-
ticenter study comparing patients with biopsy-proven microscopic
colitis to a control group with chronic diarrhea who were biopsy-
negative for disease, yielding opposing findings. Their study con-
cluded that only NSAIDs were associated with disease develop-
ment, while PPIs and H2-receptor antagonists showed an inverse
correlation with microscopic colitis.!® More research is needed to
clarify the relative risks of these agents. Concomitant autoimmune
diseases are another significant risk factor. Autoimmune thyroid
disease, celiac disease, scleroderma, and rheumatoid arthritis oc-
cur with the highest incidence and have the strongest correlation
with microscopic colitis. However, Sjogren’s syndrome, systemic
lupus erythematosus, type 1 diabetes, autoimmune hepatitis, my-
asthenia gravis, and sclerosing cholangitis have also been reported
to occur more frequently in patients with microscopic colitis than
in the general population.!! Despite the many postulated risk fac-
tors, the exact pathogenesis of microscopic colitis remains largely
unknown.

Pathogenesis

Given the poorly understood and likely multifactorial mechanism
through which microscopic colitis develops, the pathogenesis is
generally accepted to involve genetically predisposed individu-
als who undergo an increased inflammatory response to intralu-
minal antigens. Studies have shown an association with the hu-
man leukocyte antigen (HLA) gene complex in the development
of microscopic colitis, with the HLA-DQ2 and HLA-DQ1,3
genes most strongly implicated.'> However, the exact extent to
which genetic predisposition plays a role remains unclear. The
HLA-DQ2 and DQ3 haplotype is known to be a predisposing
factor in patients with Celiac disease, and their association with
microscopic colitis supports the idea that autoimmunity could
be a key component in the pathogenesis of microscopic colitis.!?
Due to the shared haplotypes, it has even been posited that mi-
croscopic colitis may result from gluten sensitivity, as seen in
Celiac disease.!?

The apparent link between autoimmune diseases like Celiac
disease and microscopic colitis has suggested autoimmunity as a
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potential pathophysiological mechanism. Research conducted by
Pisani et al. speculates that since the function of HLA class II mol-
ecules is to bind antigenic peptides, which are then presented to
T-cells to initiate an immune response, abnormalities in the pro-
cess of peptide antigens might be one the etiology of microscopic
colitis. In this context, a colonic luminal antigen might trigger an
HLA-immunoregulated inflammatory reaction.'?

Wildt et al. conducted a nationwide study in Denmark to de-
scribe the association between microscopic colitis and autoimmune
disease. They compared the incidence of autoimmune disorders in
patients with microscopic colitis to age- and sex-matched controls
from the general population. They found that microscopic colitis
was associated with a higher incidence of autoimmune diseases,
particularly those of gastrointestinal, endocrine, or connective tis-
sue origin.!* The greatest associations were found with Celiac dis-
ease, Crohn’s disease, and ulcerative colitis.'#

Other studies have found a correlation between HLA 8.1 haplo-
type variants and the development of both collagenous colitis and
Celiac disease.'> However, this correlation cannot account for the
patients without the HLA-DQ2 and DQ3 haplotypes. The clinical
observation that dietary modifications do not help manage symp-
toms in microscopic colitis further challenges the link between
microscopic colitis and Celiac disease. More research into the role
genetic factors play in the pathogenesis of microscopic colitis is
needed to better understand their mechanistic contribution to the
disease.

Beyond HLA-mediated immune pathways, studies have also
implicated genetic predispositions to immune dysfunction due to
interleukin (IL)-6-174 gene polymorphism.'3 IL-6 is a proinflam-
matory molecule that contributes to macrophage recruitment to
the site of injury, shifting the immune response from acute to
chronic. IL-6 also promotes T- and B-lymphocyte maturation,
further driving the immune response into a more chronic phase.
The IL-6-174 polymorphism has been reported more frequently
in patients with microscopic colitis, with a slightly higher fre-
quency in patients with collagenous colitis compared to lympho-
cytic colitis.'® Alongside IL-6, studies have demonstrated over-
expression of tumor necrosis factor alpha and IL-1 in patients
with microscopic colitis, suggesting that pro-inflammatory cy-
tokines play a pivotal role in the disease’s pathogenesis. How-
ever, a relationship between the IL-6-174 polymorphism and
microscopic colitis has not yet been established, and further re-
search is needed to define the role inflammatory cytokines may
play in the development of microscopic colitis.

The prominent subepithelial collagen band in collagenous co-
litis has generated interest in aberrant collagen metabolism as a
cause of the disease. Some research has demonstrated increased
expression of the TGF-betal gene, a growth factor that can cause
collagen accumulation in tissue, in patients with collagenous co-
litis. Another theory for the pathogenesis of microscopic colitis
is that it may be medication-induced. A large population-based
study found a significantly increased risk for the development
of microscopic colitis in patients taking NSAIDs and PPIs com-
pared to controls.!” The diarrhea in microscopic colitis is thought
to arise from mucosal inflammation, supporting the idea that an
intraluminal antigen plays a role in the development of symptoms.
This theory is further supported by the finding that the severity
of diarrhea correlates with the degree of inflammation within the
lamina propria, not with the degree of subepithelial collagen band
thickening.!®

Infectious organisms have also been suggested to play a role
in the development of microscopic colitis. A nationwide case-
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control study in Sweden analyzed the relationship between gas-
troenteritis and the development of subsequent microscopic colitis
in adult patients diagnosed with microscopic colitis between 1990
and 2016. The study concluded that gastrointestinal infection con-
ferred a nearly threefold increased risk of developing microscopic
colitis compared to controls, with Clostridium difficile increas-
ing the risk by 4.39%.!° Due to the profound alterations infection
with Clostridium difficile can cause in the gut microbiome, it is
suggested that downstream dysregulation and pro-inflammatory
changes in the gut after infection may trigger an immune response
that causes microscopic colitis. In addition to Clostridium difficile,
other organisms such as Yersinia enterocolitica and Helicobacter
pylori have been correlated with cases of microscopic colitis, 20!
though the association remains unclear. This is further confounded
by the finding that immunosuppressive drugs can effectively treat
microscopic colitis. Other studies have suggested that the role of
infection in the development of microscopic colitis is linked to
disturbances in the gut microbiome. When comparing the microbi-
ome of patients with collagenous colitis to healthy controls, it was
found that those with collagenous colitis had a less diverse micro-
biome.?? A separate study comparing the microbiome of patients
with microscopic colitis during the active symptomatic phase to
the remission phase found that during the active phase, microbiota
diversity significantly declined.?® This suggests that a component
of the pathogenesis of microscopic colitis could be related to dys-
biosis of the intestinal flora. However, larger-scale studies that
better characterize the microbial compositional changes in micro-
scopic colitis are needed to elucidate the significance of gut flora
composition.

Histological findings

The histological diagnosis of microscopic colitis requires three
basic criteria, regardless of etiology. Diagnosis is defined by in-
creased lamina propria inflammation, increased intraepithelial
lymphocytes at the mucosal surface and in colonic crypts, and
generally intact crypt architecture.

Collagenous colitis is distinguished from lymphocytic colitis
by the distinct presence of a thickened and irregular subepithelial
collagen band. The basement membrane should remain normal,
as the collagen deposition occurs beneath the surface epithelium.
When distinguishing a normal from an abnormal collagen band,
it is helpful to note that the average thickness of the subepithelial
collagen band in the cecum and ascending colon is 5 um. In col-
lagenous colitis, a thickness of 10 um or more has been proposed
as a criterion for identifying increased thickness. However, this
has been challenged by studies showing that sensitivity varies
among pathologists when using this criterion. Utilization of a tri-
chrome stain provides a more objective and accurate measurement
of collagen band thickness.?* Nevertheless, the thickened subepi-
thelial collagen may be patchy, complicating accurate diagnosis.
Typically, pathologic thickness increases towards the right side
of the colon, which may be missed in cases where the colon is
not extensively biopsied.?* Regardless of thickness, a thickened
collagen band alone is not sufficient for diagnosis. A potentially
more sensitive method for evaluating collagenous colitis is to as-
sess the quality of the subepithelial collagen band rather than its
thickness. The collagen should contain entrapped blood vessels,
extravasated red blood cells, inflammatory cells, and fibroblast
nuclei with a ragged pattern at the inferior margin of the band.**
The inferior border may also be described as “irregular” or “lacy”
in appearance. The lamina propria should be notably hypercellular
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and contain a mixed inflammatory infiltrate, composed of lympho-
cytes, plasma cells, and eosinophils (Fig. 1a, b). While scattered
neutrophils may be present, neutrophils should not dominate the
inflammatory milieu. A large neutrophilic infiltrate may suggest an
alternate diagnosis or a superimposed infectious process. In addi-
tion to these findings, intraepithelial lymphocytes will also be in-
creased. Damage to the surface epithelium, such as epithelial flat-
tening or sloughing, should be evident, and rare cases may present
with pseudomembranes. While not required for diagnosis, Paneth
cell metaplasia is a common histologic finding in collagenous co-
litis. Crypt architecture should be maintained overall, though rare
branching or dilated crypts may be seen. Trichrome special stains
are helpful in highlighting the thickened and irregular subepithelial
collagen bands (Fig. 1c).

The hallmark microscopic findings of lymphocytic colitis in-
clude markedly increased intraepithelial lymphocytes and the ab-
sence of a thickened subepithelial collagen band. Biopsies often
appear a top-heavy inflammatory pattern, with a dense lymphop-
lasmacytic infiltrate in the more superficial lamina propria and
less inflammation in the deeper layers (Fig. 2). In normal colonic
mucosa, there are approximately five intraepithelial lymphocytes
for every 100 surface epithelial cells.?* In lymphocytic colitis, the
number of intraepithelial lymphocytes increases to 20 or more per
100 surface epithelial cells. Lymphocytes can be seen at both the
surface epithelium and within the colonic crypt epithelium. As in
microscopic colitis, reactive changes such as rare branched crypts
and Paneth cell metaplasia may also be present.

Management

Treatment strategies for microscopic colitis primarily focus on
improving patients’ quality of life by alleviating symptoms asso-
ciated with active disease. Active disease is clinically defined as
three or more stools daily or one or more watery stools daily.?
Clinical remission is considered achieved if patients experience
fewer than three stools per day and no watery stools for one week.
Antidiarrheal agents, such as loperamide, may be used alone for
symptomatic management of diarrhea in patients with mild dis-
ease or in combination with other therapies in more severe cas-
es. Glucocorticoids are employed to manage patients with active
disease, with Budesonide recommended as a first-line treatment.
Budesonide has been shown to be significantly more effective than
placebo and other steroids, such as prednisolone, for both short-
and long-term treatment.?® Budesonide treatment typically lasts
eight to twelve weeks and is then tapered down over the next four
weeks. If clinical remission is not achieved despite glucocorticoid
use, treatment with anti-tumor necrosis factor agents and immu-
nomodulators may be considered to achieve remission.?” In severe
cases of refractory microscopic colitis, for which medical therapy
is insufficient, definitive surgical management via ileostomy or
colectomy may be pursued.

Other causes of microscopic colitis

Amyloidosis

Amyloidosis can affect the gastrointestinal tract and is another po-
tential cause of microscopic colitis. The two most common forms
of systemic amyloidosis are immunoglobulin-light-chain-related
amyloidosis (AL) and reactive amyloidosis (AA).?® Current data
suggests that AL amyloidosis has an incidence of one case per
100,000 person-years in Western countries, with the annual pro-
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Fig. 1. Collagenous colitis. (a) Hematoxylin and eosin demonstrating intact crypt architecture with characteristic thickened subepithelial collagen band (red
arrow: irregular and thickened collagen bands with entrapped capillaries and inflammatory cells). The surface epithelium appears injured with lymphocyto-
sis. (b) Increased inflammatory cells can be seen within the lamina propria (black arrow). There are entrapment of capillaries and inflammatory cells within
the collagen band (yellow arrow). (c) Trichrome stain of collagenous colitis. Trichrome stain highlights the thickened subepithelial collagen bands with ir-

regular borders (red arrow).

portion of new cases of AL in the United States being 78%.28

In comparison, secondary or AA amyloidosis accounts for 6%
of all amyloidosis cases diagnosed annually in the United States.?
In England, research shows that AL amyloidosis has an annual
incidence of three cases per million person-years, while AA am-
yloidosis has an incidence of 1 case per million person-years.?’
Amyloidosis is typically seen in older adults around the seventh
decade of life, with a median age of 64 at the time of diagnosis.?’
The disease occurs more commonly in males, and primary AL
amyloidosis is distributed evenly across all ethnic backgrounds.3’
Intestinal amyloidosis can result from either systemic AL or AA
amyloidosis. In patients with systemic AL amyloidosis, the diges-
tive tract is affected in 3-28% of diagnosed patients.3!

The pathogenesis of amyloidosis involves the extracellular
deposition of non-branching fibrils composed of serum-protein
precursors into tissues. These non-branching fibrils take on a
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B-pleated sheet configuration that is resistant to physiological
solvents and normal proteolytic digestion, allowing them to ac-
cumulate in tissues and disrupt normal function.3> The most com-
mon symptom reported by patients with intestinal amyloidosis is
chronic diarrhea, which can easily be confused clinically with oth-
er etiologies of microscopic colitis.33 Endoscopically, findings are
often non-specific and variable, including friable mucosa, mucosal
thickening, and polypoid protrusions.** The diagnosis of intestinal
amyloidosis often requires a high degree of clinical suspicion due
to its non-specific presentation.

On microscopic H&E examination of a biopsy, initial inspec-
tion may give the impression of unremarkable tissue. Crypt archi-
tecture is typically intact, and the lamina propria is not expanded
by inflammatory cells. The key finding is the deposition of amor-
phous pink material within the muscularis mucosa, giving it a
waxy and eosinophilic appearance (Fig. 3). In more pronounced
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Fig. 2. Lymphocytic colitis. (a) Low-power view (10x) shows preserved crypt architecture with increased lamina propria lymphoplasmacytic inflammation.
(b) High-power view (40x) shows increased intraepithelial lymphocytosis (red arrows). The lamina propria is composed of lymphoplasmacytic inflammation

with frequent eosinophils.

cases, the lamina propria may also be involved. Local vasculature
is frequently affected by amyloid deposition within vessel walls.
Congo red stain will highlight the material as salmon pink/orange
and display characteristic apple-green birefringence under polar-
ized light. A definitive diagnosis requires a gastrointestinal biopsy
combined with Congo red staining.

Radiation colitis

Radiation colitis can occur in patients exposed to ionizing radia-
tion, most commonly as part of cancer treatment regimens. It may

present acutely, within days to weeks of exposure, or chronically,
with symptoms appearing months to years after exposure.

The pathogenesis of radiation colitis is due to radiation-induced
cellular DNA damage, leading to impaired cell division and cell
death.353¢ Cells that undergo high rates of proliferation, such as
the stem cells located within the intestinal crypts, are especially
vulnerable to radiation therapy. Clinically, patients present with
non-specific symptoms, including diarrhea and abdominal pain.

Endoscopically, acute radiation colitis can present with mucosal
edema, erosions, and loss of the vascular pattern. This endoscopic

Fig. 3. Amyloidosis. (a) Hematoxylin and eosin demonstrating overall intact crypt architecture with prominent amyloid deposition in the submucosa (red
arrow). (b) Congo-red stain highlights both perivascular (yellow arrow) and interstitial amyloid deposition (black arrow). The amyloid material shows a

salmon-pink color.
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Fig. 4. Radiation colitis. (a) Dense lymphoplasmacytic inflammation, surface ulceration, and granulation tissue (red arrow). (b) Mild degree of crypt archi-

tectural distortion and adjacent surface erosion (black arrow).

appearance shares features with those seen in inflammatory bowel
disease.

Histologically, acute radiation injury may feature disruption of
crypt architecture with dilated crypts and nuclear atypia as crypt
stem cells die. Loss of crypt stem cells can lead to crypt micro-
abscess formation.3® The lamina propria shows dense infiltration
of inflammatory cells, including plasma cells, macrophages, and
polymorphonuclear cells (Fig. 4).37 Eosinophilic infiltration of the
mucosal surface, lamina propria, or crypts is often a hallmark of
acute radiation colitis. Surface mucosal erosion due to direct dam-
age from radiation is a common finding and is often exacerbated
by inflammatory cell activation secondary to increased cytokine
production.?”3® The findings of crypt architectural distortion and
crypt abscesses can mimic the histologic pattern seen in inflamma-
tory bowel diseases, but notable radiation-induced nuclear atypia
can help differentiate the two.

On endoscopy, chronic radiation colitis can present with pale
mucosa, telangiectatic vessels, loss of mucosal folds, and con-
gested mucosa.?® Endoscopically, this shares many features with
ischemic colitis. However, the pattern of distribution for ischemic
colitis predominantly affects the watershed areas of the colon,
while radiation colitis has no anatomic tropism. Microscopic find-
ings for chronic radiation colitis include hyalinized vessel walls,
obliterative endarteritis, submucosal fibrosis, and collagen depo-
sition. The thickened vascular walls may mimic the appearance
of amyloidosis.*® As injury from chronic radiation induces tissue
ischemia, radiation colitis shares many overlapping features with
ischemic colitis. Atypical fibroblasts are a helpful finding in dis-
tinguishing the two. Clinical history is essential in diagnosis, and
radiation colitis should always be considered in patients with a his-
tory of pelvic radiation.

Ischemic colitis

The pathogenesis of ischemic colitis involves a reduction in blood
flow to the colon. This can be divided into two broad categories:
ischemia resulting from vascular causes, or ischemia originating
from the bowel itself.*’ Vascular etiologies include transient hy-
poperfusion, vasculitis, thrombus formation, or vasospasm. Eti-
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ologies originating from the bowel involve causes of increased
intraluminal pressure that can disrupt blood flow. This category
includes constipation, fecal impaction, obstructive ileus, and in-
flammatory bowel disease.

The incidence of ischemic colitis ranges from 4.5 to 44 per
100,000 population and accounts for one in 2,000 hospital admis-
sions.**#! [schemic colitis most commonly occurs in patients over
the age of 50 and has a female predominance. However, it is not in-
frequent in younger patients, who account for 10-15% of ischemic
colitis cases.*?

Endoscopic findings depend on the stage and severity of is-
chemia. In the early stages, endoscopic findings include pale,
friable, or edematous mucosa with petechial hemorrhage and
segmental erythema. Ulcerations and bleeding may or may not
be present.*? Single linear ulcerations that follow the longitudi-
nal axis of the colon generally characterize milder disease.* The
endoscopic patterns of ischemic colitis have been classified into
three stages based on the severity of injury. Stage I shows patchy
erythema separated by normal mucosa. Stage II demonstrates pro-
gression to areas of submucosal hemorrhage with non-necrotic ul-
cerations and edematous mucosa. Stage III results in deep necrotic
ulcerations.®3

Histologic findings in ischemic colitis also vary according to
the severity and duration of the ischemic event. Transient, revers-
ible ischemia results in mild, superficial changes such as mucosal
edema, erosion, and vascular congestion. The lamina propria may
show hyalinization, where the normal inflammatory cell popu-
lation is replaced by an eosinophilic matrix, and the crypts may
appear more closely spaced as the lamina propria condenses.
Crypt atrophy and crypt withering are other classic histological
findings, though they are not specific to ischemic colitis (Fig. 5).
Overall, crypt architecture typically remains intact. Atypical epi-
thelial changes may be pronounced and include atypical mitoses.
As mentioned above, the microscopic patterns seen in ischemic
colitis share many features with those observed in acute radiation
colitis. The presence of diffuse hyalinization in the lamina propria,
the absence of a pronounced eosinophilic infiltrate, and the lack of
marked epithelial atypia support the diagnosis of ischemic colitis.
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Fig. 5. Early ischemic colitis. (a) Atrophic/withering crypts (red arrow) and lamina propria vascular congestion. Notice that the cellularity of the lamina
propria is not significantly increased. (b) Vascular congestion and submucosal hyalinization/fibrosis (black arrow).

Conclusions

Microscopic colitis is a subtle chronic inflammatory condition of
the colon and a common cause of chronic watery diarrhea. The en-
doscopic findings of microscopic colitis are subtle and often non-
specific. The diagnosis usually requires histologic evaluation. This
review focuses on the two most common types of microscopic co-
litis (lymphocytic colitis and collagenous colitis) and their close
mimickers, including amyloidosis, ischemic colitis, and radiation
colitis. The diagnostic features of microscopic colitis are subtle,
and early-stage manifestations can be non-specific. A detailed
clinical history, infectious work-up, and family medical history are
essential in establishing an accurate diagnosis.
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