
Plants Poisonous
to

Horses



TA N S Y  R A G W O R T
J a c o b a e a v u l g a r i s

Distribution
Abundant throughout

the British Isles in
wasteland areas, 
beside roads and in
pastures, making 
it one of the
most common 
causes of 

plant
poisoning of horses 

in the country.

Treatment
Ragwort poisoning is usually caused by
feeding of ragwort-contaminated hay or 
grazing in ragwort-infested pasture.
Removal of affected animals from infested 
pasture may assist in recovery. It is
recommended that dietary protein is limited 
at this time.

There is no specific treatment for ragwort 
poisoning but there are some supportive

treatments for digestive disturbances.
A veterinary surgeon should 

be consulted.

Clinical Signs
- Ingestion can lead to liver damage

resulting in jaundice
- Nervous signs, including

restlessness and lack of
coordination, are a result of liver 

damage and may precede death
- Animals may appear blind, pressing the 
head against solid objects
- Weakness or partial paralysis

- Emaciation
- Digestive disturbances including
abdominal pain, diarrhoea, and 

constipation

Management
Cutting down ragwort, or pulling up

roots, can reduce seed production but
may not destroy the plant. Toxicity remains

in cuttings and dried ragwort, which are 
less bitter and more palatable to horses, so 
these should be removed from pasture.

Herbicides are available for spot treatment 
of ragwort.

2,4-D* is effective for ragwort control, 
but damages other plant species

including clover.

Prevention
Growth can be prevented by 
good pasture management to 
keep the grass sward tight.

Neighbours should also be
encouraged to control

ragwort to prevent seed
spreading.

Appearance
- Large, flat-topped head of densely

packed yellow flowers
- Flowers generally have 12-15 petals 

which can be up to 1 cm long
- Stem leaves are deeply dissected and 
irregular with jagged edges
- Stems may be tinged red near to the 

base
- Usually 30 – 90 cm high but can

exceed 1 m
- Usually flowers in 

Summer



Species
Similar toxic reactions are 

experienced from 
consumption of the Irish yew 
and Japanese yew. Both are 

present in the UK, though 
are less common.

Distribution
Yew is native in Britain
and grows predominantly
in southern England 

on chalk land, but it 
has been planted
throughout the

country for
hundreds of 

years, 
commonly in 

churchyards.

Y E W
T a x u s b a c c a t a

Treatment
Death by taxine poisoning can

occur instantly. Taxine is a
cardiotoxin and causes fibrillation and 
acute cardiac arrest. 
A veterinary surgeon should be 
consulted as soon as you become aware 
of yew consumption, since it is important 

to remove the stomach contents as 
soon as possible (by stomach tube 

or surgery).

Clinical Signs
- Nervous signs may include muscular 
trembling and uncoordinated movements
- Animals may collapse during which 

breathing may be accompanied by
groaning

- Sudden collapse is sometimes the only 
sign as animals can just die a few 
hours after ingestion; death usually

follows collapse, with or without 
convulsions

- Rapid then weak pulse
- Coldness

Prevention
Yew is bitter tasting and horses will 
not usually eat it unless other forage is
short, especially in winter. 
Instant death can occur from yew 
consumption so it is important to ensure 
other food sources are available and 
horses are kept well away from the plant. 
Toxicity remains in clippings and dead 

plants so ensure these are never put 
in the same field as grazing 

horses.

Appearance
- Evergreen trees or bushes 

- Can grow up to 20 m high
- Trunk is thick with reddish brown, scaly,

peeling bark
- Branches spread almost horizontally from
trunk giving a triangular outline to the tree
- Leaves are typically 1-3 cm long. Young
leaves are bright green, and darken as
they mature keeping paler undersides

- The small flowers are a pale
greenish yellow and are found in 

spring



S YC A M O R E
A c e r  p s e u d o p l a n t u s

Treatment
Clinical signs progress 
quickly in absence of 
urgent, aggressive treatment.
If a horse presents any clinical 
signs, or there is evidence 
that sycamore seeds may
have been consumed, a

veterinary surgeon should 
be contacted immediately.

Clinical Signs
- Atypical myopathy is caused by 

ingestion of sycamore seeds which contain 
the toxin hypoglycin A. Atypical myopathy 

damages the muscles of affected horses
- Skeletal muscle damage can cause tremors,
weakness and collapse, while damage to
cardiac and respiratory muscles causes
breathing difficulties and irregular heartbeat.

- Urine may be a dark red colour due to 
presence of muscle pigment (myoglobin

- It is important to be particularly
aware of clinical signs in 

autumn months

Prevention
Ingestion of sycamore seeds is most 
common in autumn when most seeds fall
but can happen year round.
The seeds’ shape means they can travel 
over a wide area so horses should be kept a 
safe distance from sycamore trees .
Grazing areas near sycamores should 
regularly be inspected and any seeds

should be removed.
Supply extra forage to make horses 

less interested in eating the seeds.

Appearance
- Can grow up to 35 m high

- Bark is dark pink-grey and cracked
in mature trees
- Younger trees have characteristically 

red leaf stalks
- Female flowers develop into

distinctive winged fruits called
samaras, often referred to as 

helicopters
- Leaves have five 

lobes

Distribution
Sycamore trees

are distributed in all
types of British

woodland, 
though they are

scarce in 
upland 
areas of 
the

country.



OA K
Q u e r c u s  r o b u r

Treatment
There is no antidote for oak 

poisoning. A veterinary surgeon may 
use IV fluids or laxative treatment until 

acorns have passed through the body.
If the kidneys or gut are severely 
damaged it may not be possible to save 
affected horses so it is important to 
contact a veterinary surgeon promptly

if a horse displays any clinical signs 
or if acorn kernels are visible 

in the faeces.

Clinical Signs
The leaves, stems, blossoms and 

fruit of the oak tree contain tannins 
which are toxic to horses, but acorns in

particular may be palatable to them, and 
excessive ingestion can cause damage to the 
gastrointestinal system and kidneys which can be 
fatal. Clinical signs of oak poisoning include
- Depression
- Flatulence, abdominal pain and appetite loss

- Constipation followed by (sometimes
bloody) diarrhoea

Be aware of acorn kernels in 
faeces in autumn

Prevention
Most horses will not eat acorns if they
have adequate forage, so it is important 
to ensure there is sufficient food available.

It is almost impossible to clear acorns as 
they fall so oak trees should be fenced off 
from pasture and, if possible, horses should 
be moved to another field in autumn

months when acorns fall.

Appearance
- Can grow up to 20-40 m high

- Leaves are around 10cm long
and have rounded or pointed lobes 

depending on the species
- Once the tree reaches around
40 years old it will start to
produce acorns as its fruit in
the autumn months

- Acorns are 2-2.5 cm 
long, ovoid and protrude

from a woody cup

Distribution
Oak is the most 
common tree 

species in the UK, 
especially in the

greater part of
England and 

southern 
Scotland.



F O X G L O V E
D i g i t a l i s  p u r p u r e a

Distribution
Foxglove is widely

distributed 
throughout Britain, 

particularly in open 
places, woodland, 

heaths and 
hillsides. Plants 

grow well 
in areas 
with

acidic soil.

Treatment
Treatment options for foxglove 

poisoning are limited as the cardiac
glycoside toxins can immediately

damage a horse’s cardiovascular 
system.

If consulted quickly enough, a veterinary
surgeon may use activated 
charcoal and mineral oil to 
decontaminate a horse’s digestive

tract. Consult a veterinarian as 
soon as any clinical signs or 
evidence of foxglove 

consumption is shown.

Clinical Signs
Foxglove contains cardiac glycoside 

toxins which are harmful to horses.
- Cardiovascular signs of cardiac glycoside 

poisoning include abnormal heart rate and 
breathing difficulties

- Gastrointestinal signs include nausea, 
drooling vomiting and diarrhoea
- Nervous signs include dilated pupils, 
tremors and seizures 

Death from cardiac glycoside
poisoning can occur after just a few 

hours

Prevention
- Horses will not usually consume 

foxglove when other food is 
available
- Horses should be kept well away 
from 
areas of foxglove growth  
- It is important to note that toxicity

remains even when the plant is 
dried and dead, and hay

containing foxglove can 
poison animals

Management
- Foxgloves are difficult to control 

chemically
- A combination of aminopyralid and 

triclopyr can control foxglove but may 
damage clovers so is best used as a spot 
treatment 
- Foxglove tends to grow rapidly in 

cleared areas, so introducing a pasture
species appropriate to the local 

environment should reduce 
foxglove survival

Appearance
- The foxglove’s flowering stem can 

grow up to 2 m tall
- Basal  leaves develop in the first year and 

can grow up to 30 cm long
- Leaves are coarsely veined, generally oval, 
and taper to a point at their tip
- The flowers are purplish-pink, hanging, 

tubular structures which are 4-5 cm long
and appear from June to September

- The inside of the flower’s
opening is usually spotted

purple or brown



D E A D L Y  N I G H T S H A D E
A t r o p a b e l l a d o n n a

Treatment
Death from deadly nightshade
intoxication is very rare but a veterinary
surgeon should still be called for 
supportive treatment of the poisoning. 
Any feed that may be contaminated with 
deadly nightshade should be taken away 
from all horses.
A veterinary surgeon may inject an 

infected horse with neostigmine to 
counteract the effects of the 

atropine alkaloids.

Clinical Signs
Ingestion of the plant releases 

atropine alkaloids into the body 
which block neurotransmitters in the 
nervous system. 

Clinical signs include:
- Dilated pupils and blindness
- Irregular heartbeat

- Muscle tremors
- Disorientation

Prevention
Deadly nightshade is rarely eaten as it 
is distasteful to horses. It is most likely to 
be ingested when parts of the plant end up 

in the horse’s feed or a horse unintentionally 
grazes on the plant.
Proper pasture management will prevent 
ingestion of the plant. Any deadly 
nightshade found should be removed by 

pulling or digging up and then burned, 
as all parts of the plant are toxic, 

especially stems and leaves.

Appearance
- Deadly nightshade is smooth or slightly

hairy and can grow up to 1.5 m high
- Leaves grow from short stalks on the stems, 

usually in pairs of unequal size
- Leaves can grow up to 20cm long

- The drooping flowers grow on short stalks in 
the axils of leaves or forks of branches
- The flowers grow up to 3cm long and are
most commonly a dull brownish-purple 

colour, but may have green or blue
tones

- The fruit is a shining black
berry

Distribution
Deadly nightshade 

is fairly uncommon
but grows in some
localised woodland

and scrub areas, 
particularly in 
southeast 

England on 
calcareous 
soil.



Management
Growth of the living plant

can be managed by
improving soil drainage and 
cutting the fertile stems early
in spring before spore
distribution.

H O R S E TA I L
E q u i s e t u m  a r v e n s e

Treatment
A veterinary surgeon will 

administer large quantities of 
vitamin B, yeast, or preferable 
an IV injection of thiamine.
Contaminated food should be 
removed immediately.

Clinical Signs
Horsetail contains the enzyme thiaminase,
which destroys vitamin B in the body, so 

clinical signs of horsetail poisoning resemble
vitamin B deficiency, and can take several

weeks to develop.
Horses may lose condition, become weak, and 
lose coordination, especially of the hindquarters 
which may lead to posterior paralysis.

In severe cases convulsions and coma may
precede death.
Clinical signs of horsetail poisoning are 
primarily seen in young, rapidly 

growing horses.

Prevention
Horsetail poisoning occurs more 

frequently from ingestion of the plant 
in hay than ingestion of the growing 
plant, as toxicity remains in dead, 
dried cuttings and the living plant is 

unpalatable.
Becoming familiar with the 

appearance of normal, good
quality hay should make 

identifying foreign and 
potentially harmful plants 

easier.

Appearance
- Two different types of horsetail stems 

grow at different times of year. Both stems 
are hollow and ridged longitudinally

- The cream-brown, fertile stems grow early in 
spring. The stems grow up to 25cm high and 
possess a small, scaled cone which contains 
hundreds of thousands of spores
- The green, sterile stems can reach 90 cm
in height and grow in late spring

after the fertile stems have wilted
T- hin, green branches radiate

from the main stem at joints 

Distribution
Horsetail is found

throughout the 
country, most often in

sandy, gravely
and wet soils such
as in marshes, 

wet meadows
and on banks
of streams

and rivers.



Causes 
The cause of grass sickness is unknown, 

though the damage to the parts of the 
nervous system which control involuntary 

functions suggest a toxin is involved. 
The disease affects horses of all breeds and 
ages but occurs almost exclusively in horses 
with access to grass, with most cases in full-
time grazing horses.

There is no association between the 
disease any particular type of 

pasture.

E Q U I N E  G R A S S  
S I C K N E S S

G r a s s  s i c k n e s s  c a n  b e  a c u t e ,  s u b a c u t e ,  o r  c h r o n i c

Chronic
In cases of chronic grass sickness, clinical
signs are slower to appear.
Clinical signs may include reduced appetite 

and rapid and severe weight loss which may 
lead to emaciation.

Salivation and accumulation of fluid in the gut do 
not occur, and in some cases mild colic may be the 
only symptom.
Subject to a veterinary surgeon’s recommendation,

In some cases of chronic grass sickness, affected 
horses may be suitable for treatment. Treatment 

involves provision of palatable, easy to 
digest, high energy foods, constant 

human stimulation and frequent
grooming.

Subacute
The clinical signs of subacute grass
sickness are similar to those of acute

grass sickness but are less severe.
Accumulation of fluid in the stomach may 

not occur.
Clinical signs of subacute grass sickness    
include difficulty swallowing, mild-moderate
colic, sweating, muscle tremors, and 

weight loss.
Affected horses may die or 

require to put down within
a week.

Prevention
It is estimated that 1 in 200 horses 

die annually from the disease in some 
parts of the UK, so prevention is important, 

though hard when the causal agent of the 
disease is unknown.
In areas where the disease is prevalent, 
stabling horses in spring and early summer, 

particularly for new horses on premises 
where the disease is known to occur,

may prevent the disease.

Acute
Horses suffering from acute grass sickness will 

have the most severe symptoms. Symptoms 
appear suddenly and death occurs within 48 hours 

of onset. The symptoms relate to paralysis of the 
digestive tract from the gullet down. 

- Clinical signs include signs of colic such as difficulty 
swallowing and drooling
- The stomach may become distended with foul 
smelling liquid which may run down the nose
- Fine muscle tremors and patchy sweating 

- Constipation, though small, hard pellets of 
dung may be produced

- Acute grass sickness is fatal and 
affected horses should be put 

down

Distribution
Britain has the highest incidence of 
equine grass sickness in the world, 
with eastern counties particularly at 
risk.
Most cases occur between April and 
July.
Dry, cool weather between 7-11°C 
for two weeks has been shown to    

have preceded a significant 
number of outbreaks.



U S E F U L  R E S O U R C E S


