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KEY POINTS

e Many cases of recurrent colic are mild and self-limiting with non-specific findings on clin-
ical examination.

e Diet, access to pasture, dental health, and gastric ulceration may be important factors that
predispose individual horses to recurrent colic.

e Recurrent bouts of colic that are becoming more frequent or more severe suggest the
presence of a serious underlying condition such as partial intestinal obstruction, inflam-
matory bowel disease, or intestinal neoplasia.

e Abdominal adhesions are common causes of recurrent colic following exploratory laparot-
omy; adhesiolysis is associated with a high rate of repeated adhesion formation.

o Non-gastrointestinal diseases should be considered as potential causes of recurrent pain
(“false colics”).

INTRODUCTION/DEFINITIONS

The term recurrent colic is used to describe repeated episodes of abdominal discom-
fort over weeks to years with normal periods in between. Although recurrent colic is a
common clinical scenario, it can be frustrating and difficult to investigate, and
frequently poses a diagnostic dilemma.'=® As a large majority of the diseases associ-
ated with recurrent colic are mild, have non-specific clinical findings, and respond to
analgesics, the precise cause often goes undiagnosed.*

Risk factors for intermittent colic related to history, signalment, diet, and environ-
ment include the following: previous abdominal surgery, consuming coastal grass
hay, being more than 8 years of age, being of the Arabian breed, being a gelding, hav-
ing a recent change in diet, dental disease, cribbing/wind-sucking and weaving
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behavior, and living in an environment with a high density of horses.®>® In contrast,
there is a reduced risk for recurrent colic associated with increasing time at pasture.*’

Recurrent or intermittent colic can be classified into three categories: primary recur-
rent colic, recurrent colic after surgery, and recurrence of false colic.®

PRIMARY RECURRENT COLIC

Many studies have shown that horses with a history of colic are more likely to suffer
further episodes of colic.®~'" In one study of 127 horses diagnosed with medical colic
in the United Kingdom, the recurrence rate in the following 12 months was 50 colic
events/100 horse years at risk. A multivariable logistic regression model showed
that horses who had a known dental problem or that crib-bite/windsuck were at
increased risk of recurrence during the year following a colic event.*

Most repeat episodes of non-specific or gas/spasmodic colic are mild and self-
limiting, and the results of clinical examinations are often unremarkable. Differentiating
these cases from more serious diseases can be difficult, but repeated evaluations,
including gastroscopy, dental examination, transrectal palpation, abdominal ultraso-
nography, abdominal paracentesis, and blood analyses are warranted to identify un-
derlying conditions, especially if the episodes of colic are becoming more frequent or
more severe. Additionally, there may be a place for cross-sectional imaging of the
abdomen of small equids'?> with the more widespread availability of large-bore
computed tomography machines (Fig. 1). Ultimately, exploratory laparotomy or lapa-
roscopy may be required to identify physical abnormalities that could cause partial in-
testinal obstruction or to allow bowel wall biopsies to be obtained.

In one retrospective study, '® the clinical features of 58 horses presenting with recur-
rent colic examined over 5 years were reviewed. The horses were categorized into
three groups based on the history of colic episodes. Recurrent transient colic (Group
1) was characterized by three or more episodes of transient colic (of apparently similar
type) occurring within 1 month. This group included 15 horses, and it had a high mor-
tality rate (53%). It included three horses with lymphoma, two with intussusceptions,

Fig. 1. Transverse multiplanar reformation CT image (post intravenous contrast) of the
abdomen of a 10-year-old female miniature horse with a history of recurrent colic over a
2-month period. There is a large cystic mass with a thick mildly enhancing rim and hypoat-
tenuating center with gas pockets in the right dorsal abdomen ventral to the right kidney
and to the right of the portal vein (arrows). Transcutaneous biopsy confirmed chronic
pancreatitis.
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two with thromboembolic disease/verminous arteritis, two with partial ileal obstruc-
tions, and 1 case each of colitis, mesenteric hemorrhage, and ovulation pain; three
cases remained undiagnosed. Recurrent transient colic (Group 2) was characterized
by three or more episodes of transient colic occurring within 1 year. This group
comprised 27 horses and had a mortality rate of 4%. Nine of these horses were diag-
nosed with spasmodic colic, two had thromboembolic disease, and there was one
case each of lymphoma, colonic impactions, intestinal adhesions, and ileal muscular
hypertrophy; 12 cases remained undiagnosed. Recurrent prolonged colic (Group 3)
was characterized by three or more episodes of prolonged colic occurring within 1
year and included 16 horses with a mortality rate of 31%. This included three cases
of recurrent colonic impaction and two cases each of ymphoma, thromboembolic dis-
ease, partial ileal obstructions, and intestinal adhesions, and one case each of intus-
susception, colitis, equine grass sickness, and gastric ulceration; one case remained
undiagnosed. This study involved horses referred to a UK veterinary teaching hospital
and may not be representative of cases of recurrent colic seen in first-opinion veter-
inary practice. However, the results suggest that horses presenting with very frequent
bouts of recurrent colic are likely to have more serious diseases and a higher mortality
rate, compared to horses presenting with less frequent bouts of transient colic, which
are more likely to have recurrent non-specific, “spasmodic” colic (or remain undiag-
nosed). Horses with recurrent bouts of prolonged colic are more likely to have motility
issues (resulting in repeated colonic impactions for example) or partial intestinal
obstruction. Intestinal dysmotility leading to recurrent colic, including colic due to im-
pactions, can be caused by alterations in the neurons in the myenteric plexus,
including ganglionitis or a reduction in the number of ganglia; such changes have
been identified in the large colon and cecum after prolonged obstruction or
volvulus.'#'9 A reduction in the number of enteric ganglia is also a feature of equine
grass sickness; horses with the chronic form of this disease that survive may be prone
to recurrent colic associated with chronic intestinal dilatation and hypertrophy of the
intestinal walls (Figs. 2 and 3). Horses with chronic equine chronic grass sickness typi-
cally show other clinical signs as well as colic (severe weight loss, base narrow stance,
weakness and toe dragging, ptosis, persistent tachycardia, muscle tremors, patchy
sweating, rhinitis sicca); however, in animals which survive these other signs may
partially or completely resolve, but the horse may still be affected by recurrent bouts
of abdominal pain.

Alterations in the intestinal muscle can also be detected in some other horses with
recurrent colic.?? Diagnosis of these pathologies requires full-thickness intestinal bi-
opsies obtained via exploratory laparotomy. However, the strength of an association,
if any, between changes in the enteric nervous system or smooth muscle and recur-
rent colic episodes remains to be determined.®

Inflammatory Bowel Disease

Inflammatory bowel diseases (IBD) have been associated with a variety of different
clinical presentations including lethargy, diarrhea, weight loss (despite good appetite),
ventral edema, and recurrent colic.?’ Several different types of IBD are histopatholog-
ically distinguishable: granulomatous enteritis, multisystemic eosinophilic epithelio-
tropic disease, lymphocytic-plasmacytic enterocolitis, diffuse eosinophilic
enterocolitis, and proliferative enteritis.?'>* Diagnosis of IBD ultimately requires histo-
pathological examination of full-thickness intestinal tissue samples/biopsies, which
are best obtained by exploratory laparotomy (performed under general anesthesia
or standing?®), but less invasive mucosal pinch biopsies of the rectum or duodenum
(obtained via gastroduodenoscopy) that can be easily harvested in standing horses
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Fig. 2. Transabdominal ultrasound image from a 12-year-old Connemara mare with a history of
recurrent colic. The mare was diagnosed with chronic equine grass sickness 3 years previously.
Ultrasonography on numerous occasions revealed multiple loops of dilated and thickened small
intestines. The thickness of the small intestinal wall measured between 5 and 8 mm.

Fig. 3. Surgical appearance of chronically dilated and thickened small intestinal loops in the
horse described in Fig. 3.
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may provide a diagnosis in some cases®®; however, the sensitivity of duodenal and
rectal pinch biopsies to diagnose IBD is low. Furthermore, the histopathological inter-
pretation of enteric biopsies is problematic, with only limited data on the variations in
inflammatory cell populations in the mucosa and submucosa of normal horses; there
is a need for better standardization of enteral biopsy procedures and the histopatho-
logical scoring of biopsies.?! Other diagnostic techniques that can provide supportive
information include serum biochemistry (hypoproteinemia and hypoalbuminemia), oral
glucose tolerance test or xylose absorption test (reduced absorption), and abdominal
ultrasonography (intestinal wall thickening) (Figs. 4 and 5). Enlargement of the cecal
lymph nodes may also be appreciated in some cases of IBD or neoplasia (Fig. 6).
Stewart and colleagues®’ reported the histopathological findings of 66 horses which
were presented for recurrent colic and had intestinal biopsies obtained. The results
indicated that a high proportion (55%) of horses with recurrent colic had a form of in-
flammatory gastrointestinal disease. The use of a rectal biopsy alone to obtain biopsy
specimens was more likely to result in no histologic diagnosis in this study. Treatment
of horses with IBD with corticosteroids (dexamethasone or prednisolone) can be help-
ful in some cases, but the response is variable.?” The long-term prognosis is generally
better if the horse shows a good initial response to corticosteroid treatment.?®

Gastric Ulceration

Equine gastric ulcer syndrome (EGUS) is the most common disease of the equine
stomach with a high prevalence of both squamous and glandular disease reported
in various populations of horses.?®*° Clinical signs of EGUS are varied, including
recurrent colic, poor appetite, weight loss, hair coat changes, poor performance,
behavioral changes, and pain on tightening of the girth.2*2 As many clinically normal
horses have evidence of EGUS, the clinical relevance can be difficult to ascertain with
certainty, and there is only limited evidence that EGUS is an important cause of recur-
rent colic. Gastric ulcers were reported in 83% of horses with recurrent colic in one
study of which 28% had colic attributable to gastric ulceration as documented by a
response to acid-suppressive treatment.>® In another study,** 3.5% of horses with

Fig. 4. Transabdominal ultrasound image showing gross thickening of the duodenal wall in
a 15-year-old sports horse gelding with a history of recurrent colic and suspected inflamma-
tory bowel disease. The duodenal wall measured 1.15 cm thick (arrow).
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Fig. 5. Transabdominal ultrasound image from a 12-year-old sports horse mare with sus-
pected inflammatory bowel disease showing thickening of the right dorsal colon wall adja-
cent to the liver (arrows).

squamous ulcers were reported to have exhibited colic over the preceding month.
Despite the lack of conclusive evidence that EGUS causes colic, it should be consid-
ered as a differential diagnosis in any horse demonstrating clinical signs potentially
referable to gastrointestinal discomfort.®°

Gastroscopy is the most accurate way of diagnosing EGUS, although the use of a
therapeutic trial is logical when gastroscopy is not available; a positive response to
treatment increases the index of suspicion of EGUS. Likewise, a positive response
to treatment supports the clinical relevance of mild lesions if the results of gastroscopy
are equivocal.®® There are two distinct forms of EGUS, namely equine squamous

Fig. 6. Transabdominal ultrasound image of the right caudoventral abdomen of a 12-year-
old sports horse mare with suspected inflammatory bowel disease showing enlargement of
the cecal lymph nodes (arrow).
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gastric ulcer syndrome (ESGUS) and equine glandular gastric ulcer syndrome
(EGGUS). These are diagnosed by gastroscopy and are considered to be separate
diseases requiring different treatments.*%>” Acid-suppressive therapy (eg, omepra-
zole) is the most effective treatment of ESGUS (along with nutritional management)
but is less effective as a stand-alone therapy for EGGUS. Instead, the use of adjunc-
tive treatments for EGGUS is beneficial, in particular, sucralfate.®” See Michelle Henry
Barton and Gayle D. Hallowell article, “Current Topics in Medical Colic,”: Current
topics on medical colic.

Parasites

The strongyles, including both the large strongyles (Strongylus vulgaris) and the small
strongyles (cyathostomins) have long been implicated as causes of colic.® Cranial
mesenteric arteritis and thromboembolism resulting in intestinal ischemia and infarc-
tion associated with S vulgaris larval migration was commonly recognized as a cause
of colic, including recurrent colic, in the years before the introduction of modern larvi-
cidal anthelmintics. The incidence subsequently showed a dramatic decline in most
countries. However, since the implementation of prescription-only anthelmintic treat-
ment and a more selective anthelmintic treatment strategy in countries such as Swe-
den and Denmark, there has been an increase in S. vulgaris prevalence and an
associated increase in reported cases of colic and peritonitis caused by this
parasite.>®

The cyathostomins (small redworms) are ubiquitous parasites of grazing horses.
Although they are closely related to the large strongyles, their life cycle does not
involve somatic migration. Anthelmintic resistance is common in cyathostomins with
reports globally of increasing levels of resistance to all classes of anthelmintics. The
small redworms have been associated with several clinical conditions, including
weight loss, colic, and diarrhea (acute larval cyathostominosis is a severe form of co-
litis resulting in profuse diarrhea and profound weight loss, and has a high mortality
rate, despite attempted treatment). Cyathostomins have a period of larval develop-
ment in the large intestinal wall; thousands of larvae can accumulate, especially in
young horses; these play an important role in the pathogenesis of acute larval cyathos-
tominosis, and possibly colic. As the larval stages of the parasite do not produce eggs,
a fecal examination cannot be used to determine the size of any larval parasite burden.
An antibody-based blood test is available in some countries to detect and quantify
intra-host infections with cyathostomins. The association between colic and cyathos-
tomins is unclear. Some studies have suggested that high burdens of cyathostomins
predispose horses to colic,*® whereas others have suggested the opposite.*’

Anoplocephala perfoliata is the most prevalent cestode parasite worldwide. Masses
of A perfoliata attached near the ileocecal valve cause inflammation and ulceration of
the cecal mucosa. These lesions have been associated with an increased incidence of
ileocecal intussusceptions (Figs. 7 and 8), ileal impactions, cecal rupture, and spas-
modic colic, including recurrent spasmodic colic.*?~44

Congenital Intestinal Abnormalities

A variety of congenital gastrointestinal abnormalities have been reported in the
horse.*® Even though, by definition, congenital defects are present from birth, clinical
signs in some cases may occur at any point during the lifetime of a horse. Examples
include abdominal hernias (umbilical, inguinal, diaphragmatic), vitelline anomalies
(mesodiverticular bands, Meckel’s diverticulum) (Fig. 9), intestinal atresia, mesenteric
anomalies, malformations, duplication cysts, and rotation deformity.

405


https://doi.org/10.1016/j.cveq.2023.03.008

406

Mair & Sherlock

Fig. 7. Transabdominal ultrasound image from the right caudoventral abdomen of a 12-
year-old Shetland pony mare with a history of several bouts of recurrent colic of increasing
frequency and severity over the preceding 5 days. Note the “target” appearance consistent
with intestinal intussusception.

Other Causes of Primary Recurrent Colic

There are numerous other potential causes of primary recurrent colic related to the
gastrointestinal tract (Box 1), including repeated colon displacements,*®*” sand en-
teropathy,*® intestinal neoplasia*® (Figs. 10-13), enterolithiasis,*® pyloric obstruc-
tions,®" abdominal abscesses,> enteritis,>® muscular hypertrophy of the cecum®
and ileum®® (Fig. 14), and sessile (ie, non-pedunculated) lipomas (Figs. 15 and 16)
or intestinal lipomatosis.®®

Future colic episodes may be prevented when certain diseases are identified during
the exploratory surgery. These include removal of sessile lipomas, mesenteric rents
that can be closed, muscular hypertrophy amenable to surgical bypass, and large co-
lon volvulus/displacement that can be prevented either by colopexy or colon

Fig. 8. Surgical appearance of the cecum and ileum following reduction of an intussuscep-
tion in the pony described in Fig. 7.
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Fig. 9. Meckel’s diverticulum in a 17-year-old sport horse mare with a history of recurrent
colic of moderate severity before developing acute, severe colic associated with small intes-
tinal volvulus involving the diverticulum.

Box 1.
Gastrointestinal causes of recurrent transient colic

Non-specific/“spasmodic” colic
Gas colic (tympany)

(Partial) intestinal obstruction
Neoplasia, eg, non-strangulating sessile lipoma, lymphoma, gastrointestinal stromal tumor,
leiomyoma, leiomyosarcoma, adenocarcinoma
Muscular hypertrophy (ileum, cecum, large colon, jejunum)
Intestinal diverticulae
Intra-abdominal adhesions
Intussusception
Intestinal fibrosis
Congenital abnormalities
Mesenteric rent
Abdominal hernias

Inflammatory bowel disease

Parasites
Strongylus vulgaris
Cyathostomins
Tapeworm

Gastric impaction
Gastric ulceration and pyloric obstruction

Intestinal dysmotility
Ganglionitis
Reduced number of ganglia
Intestinal muscle damage/fibrosis
Equine grass sickness

Intestinal displacements

Cecal and colonic impactions

Sand impactions

Non-strangulating intestinal infarction/thromboembolic disease
Enterolithiasis

Intestinal lipomatosis
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Fig. 10. Transabdominal ultrasound image of the right mid abdomen of a 30-year-old
Warmblood gelding with a 1-month history of weight loss and recurrent colic, with the colic
episodes becoming more frequent and more severe. There is irregular thickening of the
small intestinal walls with heterogeneous echogenicity (arrows).

amputation and left dorsal displacement that can be prevented by ablation of the
nephrosplenic space.®

Gut Microbiome and Nutritional Management

Recent investigations into the equine gut microbiome, the complex and diverse
ecosystem composed primarily of bacteria, which cohabit with viruses, archaea,
and fungi, support that horses with colic have an altered gut microbiome (dysbio-
sis).>’ %0 However, it is uncertain if this dysbiosis is a cause or effect of the colic
and further studies in horses with recurrent colic are needed.®' See Carolyn E. Arnold
and Rachel Pilla article, “What is the microbiota and what is its role in colic?,”: What is
the microbiota and what is its role in colic?

Fig. 11. Post-mortem appearance of the small intestine of the horse described in Fig. 10.
There is marked thickening of the small intestinal walls. Histopathology confirmed intestinal
adenocarcinoma.
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Fig. 12. Transabdominal ultrasound image of the right caudoventral abdomen of a 25-year-
old Connemara gelding with a history of recurrent colic for approximately 6 months. A
discrete large homogeneous spherical mass was identified in the mid-left abdomen (arrow).

Nutrition may play an important role in predisposing some horses to recurrent colic.
For example, in a subpopulation of crib-biting/wind-sucking horses, colic risk was
found to be higher in horses fed either hay or haylage compared to grass.®? Although
an association between feeding practices and disturbances in gastrointestinal func-
tion has long been hypothesized, the mechanisms linking diet with the development
of intestinal dysfunction are poorly understood.®®5* Several different management
and nutritional changes are commonly employed in individual horses with recurrent
colic in an attempt to reduce the incidence of colic.®® Unfortunately, the evidence
base for different nutritional strategies is very limited; nutritional management is often
led by trial and error, and what ultimately is best tolerated by the patient.®® A common

Fig. 13. Surgical appearance of an intraluminal mass in the left dorsal colon of the horse in
Fig. 12 The mass measured approximately 14 cm diameter and weighed 1.3 kg. Histopatho-
logical examination of the mass following surgical resection confirmed a leiomyoma. The
horse made an uneventful recovery following surgery.
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Fig. 14. Post-mortem appearance of ileal muscular hypertrophy from a 5-year-old Camargue
pony mare with a history of recurrent colic.

approach is to recommend a strict exercise and feeding routine, turn the horse out to
pasture as frequently as possible, decrease the quantity of concentrates in the diet as
much as possible, provide free choice roughage and water, control parasites, provide
routine dental care, and take steps to prevent the ingestion of sand.® In most horses,
fiber and forage should form the mainstay of the diet (at least 2% of body weight), and
ensuring optimum intake will also help to maintain colonic hydration. If a concentrate
feed is required, a nut or pelleted form that can be soaked into a wet but not sloppy
mash may be preferable. This can be mixed with some alfalfa/chaff, which will slow
down the rate of intake and make sure that the food is being properly chewed. Adding
a tablespoon of salt to the feed each day, as well as allowing ad-lib access to a salt
block will ensure intake of sodium and chloride which will help to stimulate water

Fig. 15. Transabdominal ultrasound image of the right caudoventral abdomen of a 15-year-
old Connemara gelding with a history of recurrent colic of increasing frequency for approx-
imately 6 months. There is a large mass of homogeneous echogenicity in the right ventral
abdomen.
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Fig. 16. Surgical appearance of a large lipoma in the horse described in Fig. 15. The lipoma
measured 15 ¢cm in diameter and was attached to the serosa of the right ventral colon.

intake and thus help to add fluid to the colon. Regular exercise is important to stimu-
late intestinal motility. Nutritional supplements including bran mash, pre- and probiot-
ics, and special diets have not been scientifically proven to decrease or prevent
colic.%8 If used, they should be part of the daily routine and considered when formu-
lating energy intake in the diet.®

RECURRENT COLIC AFTER SURGERY

Horses which have undergone colic surgery are at an increased risk of developing
recurrent colic, predominately due to intestinal scarring and adhesions from disten-
tion, ischemia, intestinal trauma, or contamination.®®” Many adhesions are likely to
be clinically silent, but they can cause clinical problems when fibrinous adhesions
mature into restrictive fibrous adhesions that compress or anatomically distort the in-
testine, narrowing the intestinal lumen and impeding the normal passage of ingesta®®
(Fig. 17). Adhesions may also result in intestinal incarceration, strangulation, or
volvulus, resulting in severe, unrelenting abdominal pain. The true prevalence of
abdominal adhesions following surgery is uncertain because many animals which suf-
fer recurrent colic are managed medically or are euthanized without necropsy. How-
ever, it has been proposed that adhesions are the reason for euthanasia in 26% of
cases following small intestinal resection and anastomosis.®® In a retrospective study
of 99 horses undergoing repeat laparotomy, an adhesion prevalence of 32% was
determined, with no association between the site of lesion or resection at first surgery
and subsequent adhesion formation.”® Diagnosis is likely to require exploratory lapa-
rotomy, although transrectal palpation and abdominal ultrasonography may also be
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Fig. 17. Surgical appearance of intestinal adhesions in a 16-year-old Warmblood gelding
which developed recurrent colic following colic surgery 3 years previously.

useful in raising the index of suspicion of abdominal adhesions in horses with a history
of previous abdominal surgery. These examinations may reveal distended loops of
small intestine. Adhesions are rarely demonstrable by ultrasonography unless the
ventral abdominal wall is involved, and it is difficult to distinguish between fibrin,
fibrous adhesions, and mesentery; however abnormal findings that are consistently
seen on repeated evaluations should raise the index of suspicion. Chronic, partial
obstruction can result in dilated, thickened intestine proximal to the obstruction, which
may be palpable per rectum or identifiable ultrasonographically,”’ although surgery
(including laparoscopic surgery) is usually required to confirm the diagnosis of adhe-
sions.”? Treatment of horses with mature adhesions is often unrewarding, costly, and
associated with a poor prognosis for survival.® In less severe cases, recurrent colic
associated with postoperative adhesions may be managed by feeding a low residue
diet of complete pellet rations and grazing green grass.®® More severe restrictive ad-
hesions causing intestinal obstruction require repeat surgery or euthanasia. Surgical
treatment aims to restore a functional intestinal lumen and removal of any devitalized
intestine and may necessitate resection and anastomosis or bypass procedures.
Adhesiolysis alone is associated with a high rate of repeated adhesion formation,
although laparoscopic adhesiolysis of focal intestinal adhesions has been re-
ported.”>"3 In general, the prognosis for horses requiring repeat laparotomy due to
adhesions is poor. In a survey of equine surgeons, 91% reported a less than 50% suc-
cess rate for the surgical treatment of horses with adhesions.”* See Isabelle Kilcoyne
article, “When Things Don’t Go as Planned: Update On Complications and impact on
outcome,”: When things don’t go as planned: update on complications and impact on
outcome.

Recurrence of False Colic

Colic is neither a specific disease nor a diagnosis, but simply represents the behavioral
manifestations of abdominal pain. Although it is generally associated with diseases of
the gastrointestinal tract, conditions of other body systems can also cause pain that
creates a behavior like colic. These clinical signs can be difficult to differentiate
from pain due to gastrointestinal disease. These conditions are commonly referred
to as “false colics”.”®

Differentiation between “true” and “false” colic depends on an accurate history and

performing a careful physical examination, coupled where appropriate with further
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diagnostic procedures such as clinical pathology and diagnostic imaging. Horses
exhibiting colic caused by disorders of systems other than the gastrointestinal tract
will often show mild to moderate pain (eg, pawing the ground, lying in sternal or lateral
recumbency for prolonged periods, or reluctance to move) or other additional signs,
but rarely demonstrate signs of severe pain. However, distinguishing signs of mild
to moderate abdominal pain from pain arising elsewhere can be challenging.

Diseases that have been associated with recurring “false colics” include ovulation
pain,’® granulosa cell tumors,”” pregnancy,’®’° uterine marbles,®° testicular torsion,®'
urolithiasis,®? cholelithiasis,®® acute and chronic pancreatitis®° (see Fig. 1), aortoil-
iac thrombosis,®® aorto-pulmonary fistulation,®” recurrent exertional rhabdomyoly-
sis®®, and pheochromocytoma.

CLINICS CARE POINTS

A detailed history of the frequency of recurrent colic episodes, as well as the signalment of
the horse and details of other medical problems are important in the work-up of horses with
recurrent colic.

Physical examination, laboratory evaluations and abdominal ultrasonography are important
components of the evaluation of these cases.

Gastroscopy may be required to assess the stomach for EGUS.

Exploratory laparotomy may be requred to confirm lesions such as intestinal adhesions and
intestinal neoplasia, as well as allowing full thickness intestinal biopsies.
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