
 

Principles of food-producing animal practice 
 
REGULAR FARM VISITS 
   A unique feature of a food-producing animal veterinary practice is that 
most of the service is provided by the veterinarian who makes emergency or 
planned visits to the farm. In some areas of the world, where veterinarians 
had to travel long distances to farms, large-animal clinics were established 
and producers brought animals that needed veterinary attention to the clinic. 
For the past 25 years these clinics have provided excellent facilities in 
which, for example, surgical procedures such as cesarean sections could be 
done and intensive fluid therapy for dehydrated diarrheic calves could be 
administered much more effectively and at a higher standard than on the 
farm. However, much less veterinary service is being provided in these 
clinics now because of the high operating costs of providing hospital care 
and the limited economic returns that are possible for the treatment of food 
producing animals, which have a fixed economic value. Producers have also 
become less enthusiastic about transporting animals to and from a veterinary 
clinic because of the time and expertise involved. 
 
CLINICAL EXAMINATION AND DIAGNOSIS 
 
     The diagnosis, treatment and control of diseases of foodproducing 
animals are heavily dependent on the results of the clinical examination of 
animals on the farm and the careful examination of the environment and 
management techniques. This means that the veterinarian must become 
highly skilled in obtaining an accurate and useful history on the first visit to 
an animal or group of animals and in conducting an adequate clinical 
examination in order to make the best diagnosis possible, and economically 
so that the treatment and control measures can be instituted as soon as 
possible. On the farm, during the day or in the middle of the night, the 
veterinarian will not have ready access to a diagnostic laboratory for the 
rapid determination of a cow's serum calcium level if milk fever is 
suspected. The practitioner must become an astute diagnostician and a 
skillful user of the physical diagnostic skills of visual observation, 
auscultation, palpation, percussion, succussion, ballottement and olfactory 
perception. On the farm, the clinical findings, including the events of the 
recent disease history of an animal, are often much more powerful, 
diagnostically, than laboratory data. It therefore becomes increasingly 



 

important that the clinical examination should be carefully and thoughtfully 
carried out so that all clinically significant abnormalities have been detected. 
 
 
EXAMINATION OF THE HERD 
 
   The clinical examination of the herd in which many animals may be 
affected with one or a number of clinical or subclinical diseases or in which 
the owner's complaint is that performance is suboptimal but the animals 
appear normal, has become a major and challenging task. This is particularly 
true in large dairy herds, large pig herds, beef feedlots, lamb feedlots and 
sheep flocks where the emphasis is on health management of the herd. 
Intensified animal agriculture may result in an increased frequency of herd 
epidemics or outbreaks of diseases such as pneumonic pasteurellosis, bloat, 
acute diarrhea in beef calves and peracute coliform mastitis in dairy cattle. 
Such well known diseases are usually recognizable and a definitive 
etiological diagnosis can usually be made and in some cases the disease can 
be controlled by vaccination. However, in some cases of herd epidemics of 
respiratory disease, salmonellosis, Johne's disease, for example, the 
veterinarian may have to make repeated visits to the herd in order to develop 
effective treatment and control procedures.  
 
 

 
VETERINARY TECHNICIANS 
 
    Veterinary technicians are now employed by veterinary practices to assist 
in a wide variety of tasks. They can collect and computerize animal health 
and production records from individual herds, collect laboratory samples and 
assist in the preparation of reports. Under the veterinary supervision they can 
do routine elective surgical procedures such as dehorning, castration, foot 
trimming and vaccinations. The veterinarian is thus provided with more time 
to pursue the diagnOSis and correction of health and production problems in 
the herd.  
 
 

VETERINARY EPIDEMIOLOGY 
 
   As animal agriculture continues to intensify, an increasing number of herd 
problems are evolving that have a multifactorial etiology and we are entering 
the era of the epidemiological diagnosis, in which the definitive etiology 



 

may not be determined but removal or modification of the risk factors may 
successfully and economically control the disease. For example, recent 
epidemiological observations revealed that certain skeletal abnormalities of 
beef calves were associated with the use of grass or clover silage as the sole 
diet of pregnant beef cows during the winter months in Canada. 
 
 
 
 
COLLECTION AND ANALY SIS OF ANIMAL HEALTH 
DATA 
 
     With the shift in emphasis to the problems of the herd, the collection, 
analysis and interpretation of animal health and production data will be a 
major veterinary activity. Livestock producers must keep and use good 
records if the veterinarian is to make informed decisions about animal health 
and production. The once tedious and unpopular work of recording and 
analyzing animal health and production data is now done by the computer. 
Veterinarians will have to move in the direction of developing a computer-
based animal health and production profile of each herd for which they are 
providing a service. Veterinary colleges will also have to provide leadership 
and provide undergraduate and graduate student education in the collection, 
analysis and interpretation of animal health data. This activity will include 
methods of informing the producer of the results and the action necessary to 
correct the herd problem and to improve production. 
 
 
 
 
 
 
 
 
 
 
 
 
 
 



 

General systemic states 
 
HYPOTHERMIA 
 
Hypothermia is a lower than normal body temperature, which occurs when 
excess heat is lost or insufficient is produced. Neonatal hypothermia is a 
major cause of morbidity and mortality in newborn farm animals within the 
first few days of life. 
 
 
ETIOLOGY 
Excessive loss of heat 
 
Exposure to excessively cold air temperatures causes heat loss if increased 
metabolic activity, shivering and sustained muscular contraction and 
peripheral vasoconstriction are unable to compensate.  
 
Insuffi cient heat production 
 
Insufficient body reserves of energy and insufficient feed intake result in 
insufficient heat production. 
Hypothermia also occurs secondary to many diseases in which there may be 
adecrease in the ability to shiver and skeletal muscle contraction associated 
with decreased cardiac output, decreased peripheral perfusion and shock. 
Examples include parturient paresis, acute ruminal acidosis (grain overload), 
and during anesthesia and sedation, and the reduction of metabolic activity 
that occurs in the terminal stages of many diseases. A sudden fall in body 
temperature in a previously febrile animal, the so- called premortal fall, is an 
unfavorable prognostic sign. 
 
 
 
HYPERT HERMIA (HEAT STROKE 
OR HEAT EX HA U STION) 
 
Hyperthermia is the elevation of body temperature due to excessive heat 
production or absorption, or to deficient heat loss, when the causes of these 
abnormalities are purely physical. Heat stroke (heat exhaustion) is the most 
commonly encountered clinical entity. 
 



 

 
ETIOLOGY 
 
The major causes of hyperthermia are the physical ones of high 
environmental temperature and prolonged, severe muscular exertion, 
especially when the humidity is high, the animals are fat, have a heavy hair 
coat or are confined with inadequate ventilation, such as on board ship or 
during road transportation. 
 
 
 
Other causes of hyperthermia 
- Neurogenic hyperthermia – damage to hypothalamus, e.g. spontaneous 
hemorrhage, may cause hyperthermia or poikilothermia 
 
- Dehydration - due to insufficient tissue fluids to accommodate heat loss by 
evaporation. 
 
- Excessive muscular activity - e.g. strychnine poisoning. 
 
- Miscellaneous poisonings, including levamisole and dinitrophenols. 
 
- Malignant hyperthermia in the porcine stress syndrome. 
 
- Hyperkalemic periodic paresis in horses. 
 
 
 
Septicemia / viremia 
 
Septicemia is the acute invasion of the systemic circulation by pathogenic 
bacteria accompanied by sepsis or septic shock with possible bacterial 
localization in various body systems or organs if the animal survives.  
 
 
Bacteremia 
 
is different from septicemia in that bacteremia is not accompanied by sepsis 
or septic shock. The difference between septicemia and bacteremia is one of 



 

degree. In bacteremia, bacteria are present in the bloodstream for only 
transitory periods and do not produce clinical signs; for example, a clinically 
unimportant bacteremia probably occurs frequently after rectal examination 
or other manipulations in which mucosa is disturbed. 
 
 
Viremia 
 
 is the invasion of the systemic circulation by pathogenic viruses with 
localization in various body tissues and in which the lesions produced are 
characteristic of the specific virus. 
 
ETIOLOGY 
Many different infectious agents can result in septicemia or viremia. 
 
All species 
Anthrax, pasteurellosis and salmonellosis are found in all species of food 
animal. 
 
Neonatal septicemias 
Neonatal septicemias are caused most commonly by Gram-negative bacteria.  
 
 
Toxemia and endotoxemia 
 
Toxemia is a clinical systemic state caused by widespread activation of host 
defense mechanisms to the presence of toxins produced by bacteria or injury 
to tissue cells. 
 
 Endotoxemia 
  
caused by the presence of lipopolysaccharide cellwall components of Gram-
negative bacteria in the blood, and characterized clinically by abnormalities 
of many body systems. 
 
 
ETIOLOGY OF TOXEMIA AND ENDOTOXEMIA 
 
Toxins can be classified as antigenic or metabolic. 
 



 

Antigenic toxins 
These are produced by bacteria and to a lesser extent by helminths. Both 
groups of pathogens act as antigens and stimulate the development of 
antibodies. Antigenic toxins are divided into exotoxins and endotoxins. 
 
 
 
Metabolic toxins 
 
These may accumulate as a result of incomplete elimination of toxic 
materials normally produced by body metabolism, or by abnormal 
metabolism. Normally, toxic products produced in the alimentary tract or 
tissues are excreted in the urine and feces or detoxified in the plasma and 
liver. When these normal mechanisms are disrupted, particularly in hepatiC 
dysfunction, the toxins may accumulate beyond a critical point and the 
syndrome of toxemia appears. 
 
 
Hypovolemic, hemorrhagic, maldistributive and obstructive shock 
 
Etiology  
Shock due to a reduction in venous return (circuit failure) secondary to 
hypovolemia, hemorrhage, maldistribution of blood or obstruction to 
venous return 
 
 Clinical findings 
 
 Depression and weakness, subnormal temperature, 
elevated heart rate with weak thread pulse, cold skin and extremities, 
prolonged capillary refill time. Progressive development without aggressive 
fluid therapy and collapse and death from irreversible shock. 
 
 
Allergy and anaphylaxis 
 
When exposure of an animal to an antigen produces a state of increased 
reactivity of the animal's tissues to that antigen, a state of specific immune 
responsiveness is achieved. In most animals these responses are defensive 
and beneficial but, on occasion, they can be detrimental to the host. In these 
cases a state of hypersensitivity is said to exist, which is clinically 



 

recognizable as allergy. When the reaction is sudden and clinically severe it 
is called anaphylaxis and if sufficiently severe it may result in anaphylactic 
shock. 
 
Edema 
 
ETIOLOGY 
Edema results from four causes: increased I hydrostatic pressure in 
capillaries and veins due to chronic (congestive) heart failure or obstruction 
to venous return; decreased plasma oncotic pressure; increased capillary 
permeability in endotoxemia, part of the allergic response, vasculitis and 
damage to the vascular endothelium; or obstruction to lymphatic flow. 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 



 

Principles of alimentary tract dysfunction 
 
The primary functions of the alimentary tract are the prehension, digestion 
and absorption of food and water and the maintenance of the internal 
environment by modification of the amount and nature of the materials 
absorbed. The primary functions can be divided into four major modes and, 
correspondingly, there are four major modes of alimentary dysfunction. 
There may be abnormality of motility, secretion, digestion or absorption.  
 
 
MOTOR FUNCTION  
 NORMAL GASTROINTESTINAL MOTI LITY 
 
The form and function of the small intestine of farm animals is similar 
between species but the stomachs and large intestines vary considerably. The 
motility patterns in both the small and large intestine are similar among the 
species. In the small intestine, the fundamental unit of electrical activity is 
the slow wave, which is a subthreshold fluctuation in membrane potential.  
There are three phases of the migrating myoelectric complex: 
- The quiescent phase, in which very little spike activity occurs. 
- The irregular phase, characterized by intermittent spike activity. 
- The activity front, characterized by intense, continuous spike activity. 

Abnormalities of stomach and intestinal motility represent the most common 
consequence of gastrointestinal tract disease. Disruption in gastrointestinal 
tract motility can result in: 
- Hypermotility or hypomotility 
- Distension of segments of the tract 
- Abdominal pain 
- Dehydration and shock. 
 
 
HYPERMOTILITY AND HYPOMOTILITY 
 
The most important functions of alimentary tract motility are the peristaltic 
movements that move ingesta from the esophagus to the rectum, the 
segmentation movements that chum and mix the ingesta, and the tone of the 
sphincters. In ruminants these movements are of major importance in the 
forestomach. Prehension, mastication and swallowing are other functions of 
alimentary tract motility that are essential for normal function. 
 



 

 
 
DISTENSION 
 
One of the major results of abnormality of motility is distension of the tract. 
This occurs in a number of disturbances, including the rapid accumulation or 
inefficient expulsion of gas, complete occlusion of the lumen by intestinal 
accident or pyloric or ileocecal valve obstruction, and engorgement on solid 
or liquid feeds. Fluids, and to a lesser extent gas, accumulate because of 
their failure to pass along the tract. Much of the accumulated fluid represents 
saliva and gastric and intestinal juices secreted during normal digestion. 
Distension causes pain and, reflexly, increased spasm and motility of 
adjoining gut segments. Distension also stimulates further secretion of fluid 
into the lumen of the intestine and this exaggerates the distension. 
 
 
ABDOMINAL PAIN 
 
Visceral pain may arise in any abdominal vdevelopment is always the same 
and alimentary tract disease is the major cause of visceral and, more 
specifically, of abdominal pain. The most important mechanism is stretching 
of the wall of the viscus, which stimulates free pain endings of the 
autonomic nerves in the wall. Other factors that have some stimulating effect 
on the pain end organs are edema and failure of local blood supply, such as 
occurs in local embolism or in intestinal accidents accompanied by twisting 
of the mesentery. A secondary mechanism in the production of abdominal 
pain is the stretching and inflammation of serous membranes. Clinically, 
abdominal pain can be detected by palpation and the eliciting of pain 
responses.  
 
 
DEHYDRATION AND SHOCK 
 
An immediate effect of distension of the stomach or small intestine by the 
accumulation of saliva and normal gastric and intestinal secretions is the 
stimulation of further secretion of fluid and electrolytes in the oral segments. 
The stimulation is self-perpetuating and creates a vicious cycle resulting in 
loss of fluid and electrolytes to the point where fatal dehydration can occur. 
The dehydration is accompanied by acidosis or alkalosis depending on 
whether the obstruction is in the intestine and accompanied by loss of alkali, 
or in the stomach and accompanied by a large loss of acid radicals. 



 

 
SECRETORY FUNCTION 
 
Diseases in which abnormalities of secretion occur are not generally 
recognized in farm animals. In humans, and to a lesser extent in small 
animals, defects of gastric and pancreatic secretion produce syndromes that 
are readily recognized, but they depend upon clinical pathological 
examination for diagnosis. If they do occur in farm animals, they have so far 
only been recognized as aberrations of motility caused by the defects of 
secretion. However, it is reasonable to assume that some neonates may be 
deficient in lactase activity, which results in dietetic diarrhea.  
 
 
DIGESTIVE FU NCTION 
 
The ability of the alimentary tract to digest food depends on its motor and 
secretory functions and, in herbivores, on the activity of the microflora that 
inhabits the forestomachs of ruminants or cecum and colon of Equidae. The 
flora of the forestomachs of ruminants is capable of digesting cellulose, of 
fermenting the end-products of other carbohydrates to volatile fatty acids 
and converting nitrogenous substances to ammonia and protein.  
 
 
ABSORPTIVE FUNCTION 
 
Absorption of fluids and the dissolved end-products of digestion may be 
adversely affected by increased motility or by disease of the intestinal 
mucosa. In most instances, the two occur together but, occasionally, as with 
some helminth infestations, lesions occur in the intestinal wall without 
accompanying changes in motility. 
 
 
 
 
 
 
 
 
 
 
 



 

Manifestations of alimentary tract dysfunction 
 
Inanition is the major physiological effect of alimentary dysfunction when 
the disease is a chronic one, dehydration is the major effect in acute diseases, 
and shock is the important physiological disturbance in hyperacute diseases. 
Some degree of abdominal pain is usual in most diseases of the alimentary 
tract, the severity varying with the nature of the lesion. Other manifestations 
include abnormalities of prehension, mastication and swallowing, and 
vomiting, diarrhea, hemorrhage, constipation and scant feces. 
 
 
PREHENSION, MASTICATION AND SWALLOWING 
 
Prehension is the act of grasping for food with the mouth (lips, tongue, 
teeth). It includes the ability to drink. Causes of faulty prehension include: 
a- Paralysis of the muscles of the jaw or tongue 
b- Malapposition of incisor teeth due to: 
o inherited skeletal defect (inherited displaced molar teeth, inherited 
mandibular prognathism, inherited congenital osteopetrosis) 
c- rickets 
d- Absence of some incisor teeth 
e- Pain in the mouth due to: 
- stomatitis, glossitis 
- foreign body in mouth 
" decayed teeth, e.g. fluorosis 
f- Congenital abnormalities of tongue and lips: " inherited harelip 
g- inherited smooth tongue of cattle. 
 
 
 CAUSES OF DYSPHAGIA AND INABILITY TO SWALLOW 
a- Foreign body. tumor or inflammatory 
swelling in pharynx or esophagus 
b- Painful condition of pharynx or 
esophagus 
c- Esophageal dilatation due to paralysis 
d- Esophageal diverticulum 
e- Esophageal spasm at site of mucosal erosion (achalasia of cardia not 
encountered) . 
 
 



 

DROOLING OF SALIVA A N D EXCESSIVE SALIVATION 
 
 
LOCAL CAUSES OF DROOLING 
 
a- Foreign body in mouth or pharynx 
b-Ulceration, deep erosion or vesicular 
c-eruption of the oral mucosa 
d- Inability to swallow (esophageal abnormality). 
 
SYSTEMIC CAUSES OF EXCESSIVE SALIVATION 
 
a- Poisonous trees - Oleander spp., Andromeda spp. (rhododendron) 
b- Other poisonous plants – kikuyu grass (or an attendant fungus) 
c-Fungal toxins, e.g. slaframine and those causing hyperthermia, e.g. 
Claviceps purpurea, Acremonium coenophialum 
d- Iodism 
e- Watery mouth of lambs 
f- Sweating sickness 
g- Methiocarb poisoning.  
 
 

Causes of vomiting and regurgitation include: 
 
a- Terminal vomiting in horses with acute gastric dilatation 
b- 'Vonhting' in cattle is really regurgitation of large quantities of rumen 
contents through the mouth. 
Causes include: 
a- third-stage milk fever (loss of tone in the cardia) 
b- arsenic poisoning (acute inflammation of the cardia) 
c- poisoning by plants including Eupatorium rugosum, Geigeria spp., 
Hymenoxis spp., Andromeda spp., Oleander spp., Conium maculatum 
d- veterinary administration of large quantities of fluids into the rumen 
(regurgitation occurs while the stomach tube is in place)  
 
 
 
DIARRHEA, CONSTIPATION AND SCANT FECES 
 
Diarrhea and constipation are the most commonly observed abnormalities in 
fecal consistency, composition and frequency of defecation. 
 



 

 
a- Enteritis, including secretory enteropathy 
b- Malabsorption, e.g. due to villous atrophy and in hypocuprosis (due to 
molybdenum excess) 
c- Neurogenic diarrhea as in excitement 
d- Local structural lesions of the stomach or intestine, including: 
e- ulcer, e.g. of the abomasum or stomach 
f- tumor, e.g. intestinal adenocarcinoma 
 
 
 
Common causes of constipation or scant feces are: 
 
a-Diseases of the forestomach and abomasum causing failure of outflow 
b-Impaction of the large intestine in the horse and the sow 
c- Severe debility, as in old age 
d- Deficient dietary bulk, usually fiber 
e- Chronic dehydration 
f- Partial obstruction of large intestine 
g-Painful conditions of the anus 
h- Paralytic ileus 
i- Grass sickness in horses 
j- Chronic zinc poisoning in cattle 
k-Terminal stages of pregnancy in cows 
 
 
A LIMENTA RY TRACT HEMORRHAGE 
 
Hemorrhage into the stomach or intestine is a common occurrence in farm 
animals. 
The main causes are: 
a- Gastric or abomasal (rarely duodenal) ulcers 
b- Severe hemorrhagiC enteritis 
c- Structural lesions of the intestinal wall, e.g. adenomatosis, neoplasia 
d- Infestation with blood-sucking nematodes, e.g. bunostomiasis 
e- Local vascular engorgement or obstruction as in intussusception and 
verminous thrombosis. 
 
 
 



 

 
Principles of treatment in alimentary tract disease 
 
Removal of the primary cause of the disease is essential but a major part of 
the treatment of diseases of the alimentary tract is supportive and 
symptomatic. This is aimed at relieving pain and distension, replacement of 
fluids and ele£trolytes, correcting abnormal motility and-relieving tenesmus 
and reconstitution of the digestive flora if necessary. 
 
RELIEF OF ABDOMINAL PAIN 
 
The relief of abdominal pain is of prime importance from the humane aspect, 
to prevent the animal from self-injury · associated with falling and throwing 
itself against a wall or other solid objects, and to allay the concerns of the 
owner. Nosingle analgeSiC is completely satisfactory for every situation. 
Non-narcotic and narcotic analgeSiCS are in general use and are discussed 
under the heading of pain, and under the individual diseases. 
 
 
RELIEF OF DISTENSION 
 
The relief of distension of the gastrointestinal viscera is a critical principle in 
order to minimize shock and to prevent rupture of the viscus. Relief of 
distension of the stomach of the horse with colic is accomplished by 
nasogastric intubation. Distension due tc bloat in cattle can be relieved by 
stomach tube or trocarization of the rumen. Relief of distension may be 
possible by medical means alone with the use of laxatives and purgatives 
when there is accumulation of ingesta without a physical obstruction. 
Surgical intervention is often necessary when the distension is associated 
with a physical obstruction. In functional distension (paralytic ileus), relief 
of the atony or spasm can be effected by the use of drugs such as 
metoclopramide. 
 
 
 
REPLACEMENT OF FLUIDS AND ELECTROLYTES 
 
Replacement of fluid and electrolytes lost in gastrointestinal disease is one 
of the most important principles of treatment. In gastric or intestinal 
obstruction, or when diarrhea is severe, it is necessary to replace lost fluids 



 

and electrolytes by the parenteral administration of large quantities of 
isotonic glucose-saline or other physiologically normal electrolyte solutions. 
The amount of fluid lost may be very large and fluids must be given in 
quantities to replace losses and to support continuing losses and maintenance 
requirements. In acute, severe dehydration in horses, such as occurs in acute 
intestinal obstruction, the amount of fluid required before and during surgery 
ranges from 50-100 mL/kg BW per 24 hours. 
 
 
 
CORRECTION OF ABNORMAL MOTILITY 
 
INCREASED MOTILITY 
 
When motility is increased, the administration of atropine or other spasmoly- 
tics such as dipyrone or proquamezine is usually followed by disappearance 
of the abdominal pain and a diminution of fluid loss. 
 
 
DECREASED MOTILITY 
 
When gastrointestinal motility is decreased, the usual practice is to 
administer parasympathomimetic drugs or purgatives, usually combined 
with an analgesic. Prokinetic drugs such as metoclopramide hydrochloride 
and cisapride monohydrate increase the movement of ingesta through the 
gastrointestinal tract. 
 
 
RELIEF OF TENESMUS 
 
Tenesmus can be difficult to treat effectively. Long-acting epidural 
anesthesia and sedation are in common use. Combinations of xylazine and 
lidocaine may be used. Irrigation of the rectum with water and the 
application of topical anesthetic in a jelly-like base are also used. 
 
 
 
 
 
 



 

RECONSTITUTION OF RU MEN FLORA AND CORRECTION OF ACI- 
DITY OR A LKA LI N ITY 
 
When prolonged anorexia or acute indigestion occurs in ruminants, the 
rumen flora may be seriously reduced. In convalescence, the reconstitution 
of the flora can be hastened by the oral administration of a suspension of 
ruminal contents from a normal cow, or of dried ruminal contents, which 
contain viable bacteria and yeasts and the substances necessary for growth of 
the organisms. The pH of the rumen affects the growth of rumen organisms, 
and hyperacidity, such as occurs on overeating of grain, or hyperalkalinity, 
such as occurs on overeating of protein-rich feeds, should be corrected by 
the administration of alkalinizing or acidifying drugs as the case may be. 
 
 
 
 
 
 
 
 
 
 
  
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 



 

EQUINE COLIC (ADULTHORSES) GENERAL PRINCIPLES 
 
Gastrointestinal disease causing signs of abdominal pain in horses is 
commonly referred to as colic. Colic is a frequent and important cause of 
death and is considered the most important disease of horses encountered by 
practicing veterinarians. 
 
 
ETIOLOGY 
 
Several classification systems of equine colic have been described including 
adisease-based system classifying the cause of colic as: 
o Obstructive 
o Obstructive and strangulating 
o Nonstrangulating infarctive 
o Inflammatory (peritonitiS, enteritis) . 
 
Colic cases can also be classified on the basis of the duration of the disease: 
acute (˂ 24-36 h), chronic (> 24-36 h) and recurrent (multiple episodes 
separated by periods of > 2 days of normality) . 
 
 
 
 
Epidemiology 
 
 Incidence of 2-30 cases per 1 00 horse years, mortality of 0.5-0.7 cases per 
100 ho rse years and case fatality rate of 7-1 3%. Any age predisposition is 
weak, although certain diseases (e.g . meconium i mpaction, strangulation by 
peduncu lated lipoma) have specific age distributions.Consumption of a diet 
high in concentrate increases the risk of colic, as does a poor  parasite 
control program. 
 
 
PATHOGENESIS 
 
The pathogenesis of equine colic is variable depending on the cause and 
severity of the inciting disease. A horse with a strangulating lesion involving 
50% of its small intestine has a much more rapidly evolving disease, with 
severe abnormalities, than does a horse affected with mild spasmodiC colic 



 

or impaction of the pelvic flexure of the large colon. While equine colic 
often involves changes in many body systems, notably the gastrointestinal, 
cardiovascular, metabolic and endocrine systems, there are several features 
and mechanisms that are common to most causes of colic and that depend 
only on the severity of the disease for the magnitude of their change. The 
features common to severe colic, and often present to a lesser degree in 
milder colics, are pain, gastrointestinal dysfunction, intestinal ischemia, 
endotoxemia, compromised cardiovascular function (shock) and metabolic 
abnormalities. 
 
 
Clinical signs  
 
Signs of abdominal pain include agitation, flank watching, flank bitin g, 
pawing, frequent lying down, kicking at the abdomen, frequent attempts to 
urinate or defecate, and rolling. Tachycardia is common. Normal gut sounds 
are absent and replaced by tympanitic sounds. Abdominal distension may 
develop. Reflux through a nasogastric tube may occur. Rectal exa m i nation 
may reveal abnormalities. 
 
 
Clinical pathology 
 
 Few changes have diagnostic significance but many are used to monitor the 
severity of the disease. Hemoconcentration, azotemia and metabolic acidosis 
are frequent findings. Peritoneal fluid may have increased protein and 
leukocyte concentration. 
 
 
 


