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Equine Health Care & Management

Dr Pakanit Kupittayanant

Outline
Feed Management
Reproductive Management

Diseases and Disorders/Health Care

ASIANISAIHDIMITIHN (Equine Feed Management)
Outline
®  Anatomy & Physiology of Digestive tract
®  Feed Management
MYTINIAVBITLUVUMUAND NS
¥ A nonruminant rerbivore
» Live on a diet of plant material
» Do nothavea multi-compartmented stomach as cattle do
» Hasa simple stomach that works much like a human’s
» Mouth
> contains 36 (females) to 40 (males} teeth
> Upper jaw is wider than the lower jaw
> Horses with a parrot mouth (overbite) or a monkey mouth (underbite) may also
have difficulty in harvesting and chewing feeds
» Feeds are mixed with saliva in the mouth to make a moist bolus that can b
easily swallowed
» Three pairs of glands preduce saliva
> Esophagus
> A simple muscular tube that takes food from the mouth to the stomach
» Because the muscles in the cardiac sphincter valve leading into the stomach are

very strong, i is almast impossible for ¢ horse to vomit



»

It 1s more likely that the stomach will rupture in the event of an

overconsumption of feed

> Stomach

¥

»

Y

»

Small in relation o the size of the animal and makes up only 10% of the capacity
of the digestive system

The natural feeding habit of the horse is to eat small amounts of roughages often
In the stomach, food is mixed with pepsin (an enzyme to digest proteins) and
hydrochloric acid to help break down solid particles,

There are also bacteria present that produce lactic acid. 1t is believed that these

bacteria may be inportant in the case of a ruptured stomach

>’ Small Intestine

>
>

>

>
>

YV VY

The major organ of digestion in the horse

Pam;reatic cnzymes will help digest the foed; carbohydrases digest sugars and
starches; proteases break proteins down into amino acids; and bile from the liver
is added to emulsify {(break into smaller units) fats and to suspend the fat in
water

After the food has been digested, it is absorbed through the walls of the small
intestine and carricd off by the blood stream to whatever cells need the nutrients
Horses are very susceptible to colic or death from toxic materials in the feed
Unlike the cow that has bacteria in the rumen that can detoxify materials before
they reach the small intestine, toxic material a horse may consume enters the
Intestine and is absorbed into the blood stream before it can be detoxified
Therefore, it is very important not o feed horses moldy or spoiled feeds

Urea is a feed supplement fed to cattle that can be utilized in their rumen to

make protein

> Horses cannot use this feed supplement because it is absorbed in the small

>

> Cecum

»

intestine before it can get to the cecum where it could be used
Urea can be toxic o the horse, but the horse can lolerate the level at which it is

addcd to most cattle feeds

A blind sack approximately four-feet iong that can hold up to 40 quarts of food

and fluid
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> Colon

A microbial inoculation vat, similar to the rumen in a cow

The microbes break down feed that was not digested in the small intestinc,
particularly fibrous feeds hke hay or pasture

The cecum is add in design because its entrance and exit are both at the tap of
the organ

This means that the feed enters ar the top, mixes throughou!, and is then expelled
up at the top

This design is the cause of problems if an animal eats a lot of dry feeds without
adequate water or if a rapid change of dict ocours

Both may cause a compaction in the lower end of the cecurm, which in turn
produces pain (colic)

The microbial population in a cecum is somewhat specific as to what feedstuffs

k
it can digest

Or large intestine is about 12 feet long and will hold 80 quarts

Food may reach here in a little as seven hours and will stay here for 48—65
hours. Microbial digestion continues. and most of the nutrients made through
microbial digestion arc absorbed here

In addition to the vitarnins and fatty acids absorbed in the colon, water is also
absorbed, resulting in fecal ball formation

These fecal balls, which are the undigested and mostly indigestible portion of

what was fed, are then passed from the rectum
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Vitamin B complex
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M3daMIMusLUAVITHE U (Equine Reproductive Management)

Outline
®  Anatomy & Physiology of Reproductive tract

®  Breeding Management

iterine Horn Uterine Horn
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®  Breeding

®  Stallion:

®  Sclect a stallion

®  Mare:
L
| ]
|

¢  [oal:

Stallion

®  Select a staliion

Brood mare vaccination

Brood mare care schedule

Mare & Foal deworming

Foal vaccination

Cheek Your Mare
®  Make sure that your mare has enough strong points before you consider
breeding her
®  mare contributes to 55% of the foal's genes
® If you are not sure if your mare has encugh strong peints to breed her,
take her into a brecd halter class at a horse show. Once the class if over,
go and talk to the judge and ask the judge what he/she thinks about your
mére's conformation, and ask to see the judge's notes. Or, you could
take your mare to a breed inspection (these are held regularly by many
breed registries).
Check Your Magazines
]

Once you have decided if your mare is worth breeding, and what price
you are willing to pay for a stud fee, you can start looking! Pull out your
dusty stack of magazines (some magazines have a stallion/breeding
section), and start your search. Another good placc to look 15 at breed
registries, many registries have stallion books with the information that

you need.

Check His Conformation

The stallion that you choose should have strong points where your mare

is lacking. If your mare has short, stocky legs and you want your foal to

16



have a longer legs, then select a stallion whose legs are long, Compare
your mare's imperfections with the stallion's. This will give you a good
idea of what to expect in your foal. However, some stallions will
produce a foal that looks very different from them - this 15 why it is

important 1o investigate the stallion’s previous offspring.

®  Check His Bloodlines

Make sure that you study the stallion's bloodlines. Ask the stallion's
owner what the staltion's offspring have accomplished (performancce)
and for pictures or videos of his offspring. Also ask for names and/or
phene numbers of people who have the stallion's offspring. [f the
breeder is unwilling to give you references, be aware - there is always a
reason! You might also be able to find information about the stallion's
offspring from the Performance Horse Registry (PHR). Look for horses
that produce performance, you may notice patterns in greatness. You
may also notice that horses that have perfomed very well may have been

foaled from the same sire or grand sire.

®  (Check The Breeder

[.ast, but definitely not least, check the breeder! Any devoted breeder
will answer your questions as fully as possible, and will admit when hc
doesn't know an answer. Always make sure the stallion's breeder/owner
is experienced...whether you are experienced or not. It really helps to do
a little rescarch here. Get references on the breeder: veterinarian, farrier,
past buyers...ctc. If references are not freely given by the
breeder...beware! Any reputable breeder will be more than happy to

supply a good list of references.
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Tsauazanuaalnd Tug (Horse Diseases & Disorders)

Rain Rot

Tail Rubbing

Onchocerciasis

Esophageal Obstruction or Choke

Colic

Lockjaw (Tetanus)

Septic Arthritis

Hygroma of the Elbow or Shoe Boil or Capped Elbow
Laminitis or Founder

Tendon Strhin or Bowed Tendon

Rain Rot

®  What is Rain Rot?

® Rainrot is one of the most common skin infections scen in horses.

® i is also referred to as "rain scald"” or "streptothricosis”,

®  The organism that causes rain rot appears and multipties in warm, damp conditions
where high temperature and high humidity arc present.

® This condition is not life-threatening, so don't worry. However, while the horse has rain
rot, any cquipment that may rub and irritate the infected skin (such as saddles and leg
wraps} should be eliminated.

®  What Causes Rain Rot?

® The organism Dermatophilus congolensis causes rain rot. Dermatophilus congolensis is
not a fungus.

® Itis an actinomycetes, which behaves like both bacteria and fungi.

®  Most people believe that the organism is present in soil, however, this has not been
proven. The organism is carried on the horse, who has it in his skin,

]

A horse who has this organism in his skin may or may not be affected.

35



What does Rain Rot Look Like?

Rain rot can appear as large crust-like scabs, or small 1/4 inch matred tufts of hair.
There is usually dozens of tiny scabs that have embedded hair and can be easily scraped
off. Underneath the scabs, the skin is usually (but not always) pink with puss when the
scabs are first removed, then it becomes gray and dry as it heals.

[t is usually hard to differentiate rain rot from other similar skin conditions, so if you are

unsure, call your veterinarian.

What Conditions are Usually Present?

The organism, dermatophilus congelensis, can be spread through sharing of equipment
between horses.

This includes saddle pads, blankets, leg wraps, brushes, halters, etc.

Itis extremehly difficult to prevent the spread of rain rot, since a horse can pass it to
another horse by simply rubbing it's skin on any object that the other horse may touch.

The best prevention for rain rot is to use a disinfectant on any equipment shared between

harses after each use.

When treating this condition, you must keep all equipment used on the horse disinfected,
to be able to keep the organism from coming back.

A good solution is 2 tablespoons to 1 gallon of water of Chlorox.

Do not use this solution on your horse, only on the equipment!

Where does Rain Rot Appear?

Usually on the horse's back and rump, along with the back of the fetlock and front of the
cannon bone.

It may also appear on the tips of the horsc's cars and around the eyes and muzzle.

When rain rot appears on the lower limbs (behind the fetlock), it is most commeonly

referred to as "dew poisoning".

Are the Scabs Painful to the Horse?

No, the scabs do not hurt the horse.

The scabs have not been associated with an "itchy" feeling either.

However, it may be painful while you are removing the scabs, so be very gentle and take

your time.

Many horses will be resistant to this.
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How is Rain Rot Treated?

Dermatophilus congolensis grows better with a lack of oxygen.

Since the organism doesn't like oxygen. you'll have to climinate a the heavy hair coat {if
your horse's hair is long and thick), and remove any scabs that hold the organism to the
horse's skin,

[t is not a good idea to use ointments on rain rot, since they hold moisture to the skin (and

moisture needs to be removed for the condition to cease).

THE TREATMENT:

® Keep the horsc in a dry, clean area that is very well ventilated. Give the horse protection

against biting insects. Separate the horse from any others that also have rain rot.

Use an antimicrobal shampoo that lathers well. Vigorously lather the horse, et sit for 10
minutes, theg rinse. Be sure to foliow with a conditioner that works well. Continue this
for daily for 1 week.

Remove all scabs that are present. This is usually painful for the horsc, so be gentle! The
best way | have seen to remove these scabs is to temporarily moisten them (so they
become soft and easy to remove). Be sure to dry the horse immediately after scab
removal. |

The organism in the horse's skin must be kitied. This can be done by using any of the
products listed betow.

The best treatment is to wash the horse with antimicrobial and antibacterial shampoos
and rinses.

These medications help to kill the dermatophilus congoelensis organism.

If Betadine, Phenol or Nolvasan is used, you should continuc applying them once a day

for one week,

Tail Rubbing

®  Commonly known as rat tail, broken hair, or matted tail

® 4 condition resulting from the horse's rubbing back and forth on an object--such as a

fence post, feed buckets, or water buckets--in order to relieve the itching, or pruritis,
which might be caused by the eggs of pinworms that are laid around a horse's anal area.

The horsc literally can take the hair off its tail by the amount of rubbing it does
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The guilty culprit in some cases of tail rubbing is the pinworm (Oxyuris equi)
(Other reasons horses rub the hair off their tails include the following: insect
hypersensitivity, food allergy, pediculosis {lice infestation), mange, or in rare cases 4
hehavioral vice much like cribbing,
Tail rubbing due to pinworms

®  Normally, you will not see the pinworms themselves if you examine your horse's
anus area because the female worms come out of the anus at night to lay eggs.
To test for pinworms, your veterinarian will use clear tape and adhere it to the
perianal area to take a sampic to determine if pinworm eggs arc present.
The samples the tape picks up will be observed under a microscope by your
veterinarian to determine if pinworms are the source of irritation.

Treatment for tail rubbing due (o pinworms is simple--institute a regular deworining
L

program.
® A regular deworming program will nearly always rid your horse of the parasites
that cause tail rubbing.
®  Dewormers such as lvermectin, benzimidazoles, moxidectin, or pyrantel
pamoate are available énd will cradicate these parasites.
Onchocerciasis

®  Anifchy skin condition, caused by an allergic reaction to larval forms of Onchocerca or
Neck Threadworm

The condition is most prevalent during wetter summer seasons. Incidence is highest in
late summer to winter

® Lifecycle of the neck threadworm

Lifecycle: Neck threadworms have an indirect life cycle. Neck threadworm microfilariae
live under the horse's skin and are picked up by the biting midge when it feeds on the
horse. Microfilariae develop into infective larvae in the midge's mouth and are passed

when the midge bites a horse.



® How It Gets Into Your Horse: The horse 1s bitten by an infected midge. Larvae are
deposited into the bite wound, where they migrate to ligaments in the neck, flexor
tendons and suspensory ligaments.

Dangers [T Left Untreated: Adult neck threadworms in the ligaments and tendons cause
swelling and pain. Microfilariac may invade the lens of the cye. causing irritation,
swelling and sometimes blindness. Microfilariae under the skin may cause irritation.

Signs of Onchocerciasis

®  Small lumps, from pea to marbie size, develop in the skin on the underside of the belly,
chest, withers, neck and face

®  iching and rubbing causes thinning and loss of hair, and scaly skin, particularly aleng
the manc

4 Surmundz'n% weepy and scabby areas develop in severe cases

®  Often white tufis of haiv regrow on healing

[ ]

Biopsy of the lumps by your vet to identify microfilariae can confirm the diagnosis of

onchiocerciasis

®  Treatment & control of Onchocerciasis

Control of biting insects is essential to prevent the condition

®  Stable and rug the horse day and night

® [nstall insect screéns in stables during sumumer months

Contro! of the microfilariae that cause skin itching can be achieved by worming with

Equimax, Equiminth, Equimec, or Equest

®  After treatment, horses often become intensely itchy within 24 — 72 hours, causing scvere
skin abrasions and mutilations, and damaging fecders, walls and fences on which they
rub

® The itch may be controiled by prednisilone granules added to the feed for 3 - 5 days

{consult your vet for advice).

Esophageal Obstruction or Choke

®  The esophagus is a muscular tube that originates in the back of the mouth and terminates

at the stomach.
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®  Most esophageal disorders in foals and horses are obstructive and are usually due to an
intraluminal feed impaction.

Sign

® The predominant sign in horses with esophageal disorders is a difficulty in swallowing,
or dvsphagia.

® The characteristics of dysphagia include frequent ineffectual attempts to swallow,
stretching of the neck. attempts to retch, salivation, nasal regurgitation of feed mixed
with white {oamy saliva and coughing and blowing the feed and saliva mixture out the
mouth and nose.

L EsophagealhobStruction should he considered an emergency. Prolonged pressure on the
esophageal mucosa lining by the obstructing material can result in extensive tissue
damage, with resulting scar formation and stricture. Also, inhalation of feed, saliva and
bacteria can result in severe aspiration pneumonia.

Treatment

®  Some cases of esophageal chokc resclve spontaneously. However, once a diagnosis is
made, treatment should begin immediately.

®  The most conservative approack is to give one to three milliliters of Acepromazine to a
one thousand pound horse. In mild cases this treatment may offer enough muscle
relaxation of the esophagus to allow the obstructing feed to pass into the stomach, A
nasogastric tube that is smooth and relatively soft can be used cautiously to determine the
location of the obstruction. Occasionally, gentle pressure on the feed impaction will
alleviate the obstruction. Vigorous pressure should be avoided.

®  To avoid choke on your horse

® Avoid feeding a targe carrot to your horse shortly after sedation and dental work.

®  Avoid feeding aged horscs with "bad teeth" pelleted feed without first soaking it in water.

® Improperly cooling out and watering a racehorse that is both still excited and dehydrated.

®*  Avoid feeding grass clippings.

.

In the adult full sized horse, the esophagus is approximately 48 inches long and serves as

a conduit for water, feed, and salivary secretions to the stomach.

Avoid feeding hay to a horse that is excited and upset with the hopes of calming him

down.
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®  Avoid feeding aged horses poor quality, overly mature hay,

Be aware of horses that arc "grain hogs." These horses (especially stallions) open their
mouths widely and try to stuff a whole gallon of grain in their mouths at once. One way
to remedy this is to add three 4-5 inch rocks to the feed pan. This forces the horse to slow
down and pick around the rocks for the gran,

®  Avoid feeding large carrots or appies in whole form. Cut them into smaller picces.

1ea (Colic)
®  What is Colic?
® means only "pain in the abdomen"” or "pain in the belty™
® Major Types of Colic
®  [mpaction cplic:
®  This is the term used when the intestine becomes blocked by a firm mass of
food. Impactions most commeonly occur in the large intestine at one of the
flexures.
®  This is a fairly common type of ¢olic which usually resolves relatively easily
with appropriate treatment.
Gas colic:
®  Somctimes gas builds up in the intestine, most commonly in the [arge intestine
and/or caecum.
®  The gas stretches the intestine, causing pain.
®  Gas colics usually resolve fairly easily with appropriate treatment, although it is
essential to ensure that there is no underlying reason for the problem.
Spasmodic colic:
®  Some cases of colic are due to increased intestinal contractions, the abnormal
spasms causing the intestines to contract painfully. These cases usually respond

fairly well.
Displacement/volvulus/torsion ("twisted gut"):

® |5 a "displacement”, a portion of the intestine has moved to an abnoermal position
P p p

in the abdomen.
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® A "volvulvus" or "torsion” occurs when a picce of the mtestine twists. The
suspension of the small intestine from the mesentery {the "net curtain”) and the
unfixed nature of much of the large intestine predispose horses to intestinal
displacemenis and torsions.
®  Tixcept in rare cascs, these types of colic cause a total blockage of the intestine
and require immediate surgery if the horse 1s to survive.
In the early stages of a displacement/torsion colic, the signs may be similar to
those of a horse with one of the more benign causes of colic. That is why it is
important to take all cases of colic sceriously, and to seck veterinary advice at an
carly stage.
Enteritis/colitis:
®  Some cases of abdominal pain are due to inflammation of the small (enteritis) or
%

large (colitis) intestines.

®  These are serious medical cases and require immediate veterinary attention.

Gastric distension/rupture:

When a horsc gorges itself on grain or, even more seriously, a substance wiich
cxpands when dampened like dried beet pulp, the contents of the stomach can
swell,

The horse's small stomach and its inability to vomit mean that in these
circumstances the stomach may burst.

Once this has happened death is inevitable.

If you suspect that your horse may have gorged itself on concentrate feeds, seek
veterinary advice immediately.

Signs of Colic

® The following list includes the most common signs:

lying down more than usual

getting up and lying down repcatedly

standing stretched out

standing frequently as if to urinaic

42



turning the head towards the flank

repeatedly curling the upper lip

pawing the ground

kicking at the abdomen

rolling

What to Do

If possible, take his temperature, pulse and respiration rates.

Note what his appetite has been like in the past day or so, and the consistency and
frequency of defecation.

Has his water intake been normal?

Are his gums a normal colour?

Think about whether he has had access to any unusual feedstuffs in the past day or so,
whether any medications have been administered, and whether there have been any

changes in management.

Now call your veterinarian,

It is important to take all food away from the horse until the veterinarian arrives.

If he is nibbling at his bedding, find a way to prevent this.

Walking the horse can be a useful way of distracting him from the pain, but he should not
be walked to exhaustion.

If the horse insists on rolling, there will be little you can do to prevent it.

If possible, try to get the horse to an area where he will do himself the least damage when
he rolls.

But do not get hurt yourself, Do not administer any drugs until your veterinarian has seen
the horse, or unless he/she tells yeu to do so.

Prevention of Colic

allow as much turnout as possible

maintain a regular feeding schedule

ensure constant access to ¢lean water

provide at least 60% of digestible energy from forage

do not feed excessive digestible encrgy

do not feed moldy hay or grain
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feed hay and water before grain

® provide access to forage for as much of the day as possible
® do not over graze pastures
®

do not feed or water horses before they have cooled out

® maintain a consistent exercise regime

make all changes in diet, exercise level and management slowly

VIANZEN (Tetanus or Lockjaw)
® What is Tetanus (Lockjaw)?
®  The microbe Clostridium tetani is responsible for causing the characteristic muscle

rigidity often seen in tetanus, more commonly known as lockjaw.

The organism, is found in most soils and enters an animal’s body through dirty, neglected

wounds and especially via punctures.

The exotoxin which C. tetani produces binds to the nerves at the site of the injury and

then travels to the spinal cord and brain

& ;
3‘1]7] 15 C. tetani

® Tetanus Infection Wound

® Where Should the Vaccine be Injected?

44



Recommended vaccination spot

trangles
Symptoms

Tetanus Infection Wounds)

"

gﬂﬁ 16

Sing of Tetanus

® A stiff gait, rigidity of the extremities ("sawhorse" stance), inability to eat and

overreaction to sounds are signs of tetanus.

They appear about two weeks to a month following infection, but can be seen éarlier

depending upon the amount of toxin produced.

P The toxin prevents muscles from relaxing, so once a muscle has been stimulated to
contract, such as to close the jaw, it cannot return to its original relaxed state, thus
creating the rigidity seen with the disease.

» Death results from either an inability to breath or due to seizures.

Y

Potential route of spread of tetanus
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Treatment & Prevention

® [orses and humans are the species most susceptible to the toxin’s effects.

&  The best way o treat tetanus 1s to prevent it,
Tetanus toxoid (vaccine) is given initially as two doses three to six weeks apart followed
by an annual booster. It provides strong, long-lasting protection against the toxin itseif,
not C. tetani.

®  Teianus antitoxin (serum) also works against the toxin, but is only effective for two to
three weeks. '

® _intitoxin is best used when the vaccination history of an injured animal is unknown, in
unvaccinated mares at foaling and for newborn foals born to unvaccinated mares.

®  The first tetanus toxoid injections should be given at three to four months of age.

Horses that are vaccinated vearly should be given toxoid if they are injured or undergo

surgery mote than six months since the last booster.

®  Trearment of tetanus is limited to providing muscle relaxation, killing any bacteria stiil in

the body using antibiotics {penicillin), neutralizing the toxin with serum antitoxin, and

administering nutritional supplementation.

Full recovery takes weeks to months, but even with treatment up to 80% of cases in

horses arc fatal.
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Septic Arthritis

®  Degenerative joint disease may occur as a result of joint infection - this is generally
referred to by the term septic arthritis.

® |n adult horses septic arthritis is almost always the result of penetration of the joint (as

opposed to the hematogenous route of infection commeon in neonates).

Most septic arthritis is secondary to therapeutic joint injection or surgery; it may also

occur following a puncture wound,

Clinical Sign

®  Scptic arthritis may occur in any joint - the example below shows changes typical or
septic arthritis in the tarsus,

®  Horses with septic arthritis typically present with marked distension of the affected joint
and sgvere lar;neness.

® The degree of joint capsular distension (as well as the clinical signs) helps to differentiate

septic arthritis from other forms of arthritis. The capsular distension is readily visible on

radiographs (arrowheads)

Osseous changes of septic arthritis will gencrally not be radiographically visible uatit 10-

14 days after the onset of clinicai signs.

®  The changes seen are typical of arthritis - bone proliferation and subchondral lysis
{arrows) - but are nore severe and progress more rapidly than those from non-scptic
arthritis.

®  Subchondral lysis tends to be a more dominant radiographic feature than osteophyte

formation.

Septic arthritis in foals
® "Septic arthritis in foals is a potentially crippling or life-threatening disease caused by
bacterial infection of the joint"
® [y foals, the fwo most common routes of infection are through the blood and by injury.
® Infection may spread through the blood to the joints as a result of failure of
passive transfer of antibodies through the colostrum, or via a systemic disease,

such as septicemia, pneumonia, and diarrhea. "Bacteria may enter the
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bloodstream through the umbilicus, the placenta, the respiratory tract, or the
digestive tract,”
Bacteria may also enter the jaint dirvectly through injury. not only in foals, but in
herses of anv age. [njurics near joints should always be thoroughly investigated.
Inflamed tissucs
around the joint can also promote infection: inflamed tissues have "leaky”
vessels that could allow bacteria and cells that fight inflammation to spread mto
the joint.
Clinical Sign
®  Foals with septic arthritis may appear lame or, if more than one joint is affected, unable
to walk.
®  They may als:) have swelling and decreased range of motion due to physical
distension and pain.
® Fever may or may not be present.
®  Septic Arthritis in Foal
Treatment
®  Treatment of septic joints in foals must be aggressive with the goal of reducing the
degree
of permanent joint damage.
®  Drugs used include anti-inflammatories and
first a broad spectrum and then a culture-specific antibiotic. These antibiotics need to be
administered for 2 to 3 weeks after the clinical signs afe gone.
® A very important part of treatment is joint drainage and lavage. This therapy is critical in
the early management of septic arthritis. [t ditutes the byproducts of inflammation,
cellutar debris, and bacteria, all of which are harmful to the cartiiage within the joint.
In addition to drug therapy and joint lavage, stall rest, bandaging, and physical therapy
also
aid healing.
®  Passive range of motion exerciscs can reduce the degree of joint stiffness, but allowing
vigorous exercisc too soon in the rchabilitation period can make the joint prone to

developing degenerative joint disease.
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® Hygroma of the Elbow or Shoe Boil or Capped Elbow

®  What is Hygroma of the Elbow or Shoe Boil or Capped Elbow?

® A swelling of the bursa on the point of the ¢lbow of a horse,

®  The cause of capped clbow is when the horse is lying down with its front legs curlea
under, one of its front shoes may hit or press on the point of the clbow. A high stepping

action with very flexible joints may also hit the point of the elbow while in motion,

Hygroma of the Elbow

Treatment

® In the early stages cold compresses. cold hosing and only walking may be sufficient to

reduce the swelling.
® Ifstill presenj after 3-4 days, or when the swelling becomes larger, it is best to call in a

vet to drain the fluid and apply wreatment.

Laminitis or Founder

® Laminitis is a very painful condition usually affecting the forefeet.

® [i oceurs when when an inflammation is set up in the sensitive tissues (laminae) between

the hoof wall and the pedal bone.

® Because the hoof s{ructure is so unyielding the pain from the build-up of pressure in the
inflamed tissues can become almost unbearable to the horse,

Clinical Sign

® The condition can vary from warmth in the hoof wall with no lameness, to warmth with
lameness in both front fect or all four feet.

® 5 severe cases the horse is unable to stand. The horse advances its forcfeet and brings its
hindfeet well forward under the belly to lighten the load on the forcfeet.

®  The Most Common Causes

The ingestion of large quantities of grain resulting in "grainfounder”.

The ingestion of large amount of cold water by an overheated horse.

®  "Roadfounder” - the result of concussion to the feet from hard or fast work on a hard

surface.
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®  Post-parturient laminitis seen shortly after the foaling in mares that have retained a
portion of the foetal membrane, or have developed a uterine infection without retention
of the foetal membrane.

®  "Grassfounder” common in horses that are grazed on spring and summer pastures.
Pastures containing alfalfa (lucerne) causes the problem particularly when the horse has
had no access to green feed for a long time. Overweight ponies are particularly

susceptible.
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P In chronic laminitis there is a rotation of the pedal bone in the foot.

» This rotation may cause the pedal bone to push out through the sole of the foot. Horses
suffering from chronic laminitis tend to step on the heel in an exaggerated fashion.

» The sole is dropped and flat, and it sheds excessive quantities of flaky material,

> Although corrective shoeing can be attempied, in severe cases the horse is in too much

pain and should rather be put down.
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A. Coffin Bone

B. Navicular Bone

C. Short Pastern Bone

D. Long Pastern Bone

E. Sesamoid Bone

F. Cannon Bone

Treatment

The first thing to do is identify and remove the cause of the problem and call a
veterinarian.

Treatment is given to relieve pain and reduce swelling and the horse is put on a carefully
monitored feeding program.

X-rays of the feet may be required to monitor progress.

Long term management of a horse with founder requires careful attention to feeding to
prevent a recurrence.

The horse will probably have to be kept off pasture and fed hay.

To keep the foot in as normal a shape as possible, corrective trimming at regufar intervals
by a farrier will be necessary. Corrective shoeing might also be indicated.

Chronic cases can be kept reasonably sound by proper trimming and shoeing énd a
sensible feeding program.

However, if the hoof wall starts to slough off or the coffin bone has rotated, the horse

should be euthanised,
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Prevention

®  Avoid feeding excesses and keep your horse at a reasonable weight. Watch for and avoid
grass blooms on pastures; pull horses off the fields and onto dry lots if necessary. Feed
hay in the morning and turn horses out after the lushness and dew is off the grass. Keep
grain in closed bins and the door to the feed room closed.

o

Give horses unlimited access to fresh, clean water, except immediately after exercise,

when the amount should be regulated.

® Make changes to routines slowly and progressively

®  Pay attention to breed and body types; some are more likely to founder than others. Be
particularly careful with horses with thick, cresty necks and with ponies. If you have a
horse or pony that has previously foundered, be extra careful to avoid a recurrence.

%

Bowed Tendons

® What is Bowed Tendon?

®  One of the most common injuries to the tendinous structures of the foreleg is a bowed
tendon (superficial digital flexor tendinitis).

®  "Bowed tendon" is the lay term t;or the bow-like swelling found at the back of the cannon
bone.

® This injury is associated with the tearing of the superficial digital flexor tendon (SDI'T),

which is the closest tendon to the skin on the back surface of the canon bone region.

SRRt it
Mb&’dgy o

Dot boswpry
{olvenh Sy

Dt il

B by "

Bepigapaaitity
Kdeaids ——

g‘ﬂﬁ 24 Bowed Tendon

53



Clinical signs

®  Clinical signs associated with this injury include a variable amount of swelling ar the
hack of the cannon hone, mild to moderate lameness, and palpable heat and pain.

® Ttis difficuit to deiermine ihe severity of tendon injuries with palpation alone. since the
degree of lameness, swelling, and pain does not always corrclate with the degree of
damage.

Treatment

®  The reatment goals for acute tendinitis are fo decrease inflammation, promote return to
normal structure and function, and minimize scar tissue formation.

®  Acute phase treatment during this acute phase includes icing the legs or cold-water
hydrotherapy, pressure bandaging, and stall rest.

%

®  Cold-water hydrotherapy and firm bandaging of the lower limb decrease hemorrhage and
edema, which can lead 1o prolonged healing and scar tissue formation if left untreated.

®  Rest is the most important pavt of treatment and is also the most frequently disregarded.
[t is important to follow the exercise regime your veierinarian provides for your horse.

¢ Ultrasound examination is the b;)st diagnostic tool available to cvaluate the degree of
tendon damage.

®  Tendons are hard to wear successfully because they heal slowly and re-injury is not
UNCOTMotL.

®  TFor these reasons, it is important to contact your veterinarian as soon as a tendon injury is
noticed.

& Anti-inflammatory drugs such as phenylbutazone and flunixin meglumine arc helpful
during this acute period. They reduce inflammation and swelling around the tendon, and
minimize pain.

® A single dose of a short-acting corvticosteroid during the first 24 hours after injury may
decrease additional tendon damage.

3

Several drugs can be injected into the injured area of the tendon during the acute stage of
injury. Sodium hyaluronate (HA) has anti-inflammatory and pain-relicving properties,

and 15 often used to treat bowed tendons.
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®  Polysulfated glycosaminoglycans (PSGAGs) is another drug that may improve tendon
strength and healing when injected into the damaged arca.
Prevention
®  The most common causes of tendon strain include fatigue, lack ol fitness, poor
conformation or improper shoeing, and uneven ground. Reducing these factors may help

prevent a bowed tendon in your horse’s future.



