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Seasonal Emergencies: Christmas Toxicities 

 

Treatment  

Treatment of the poisoned patients should concentrate on the following areas: 

1) Emergency stabilisation and supportive care 
2) Reducing further absorption of the toxin 
3) Using a specific antidote, if one exists. 
4) Increasing elimination of the toxin  
5) Treating effects of the toxin 
 

1) Supportive care 
What supportive care is required will depend on the condition of the patient at presentation. 

As with all emergency cases, assess airway, breathing and circulation (ABC) initially and 

address any problems that are highlighted.  Some patients will need to be sedated, or have 

anti-convulsants administered.  

 

2)  Reducing Absorption 

If the toxin has been absorbed through the skin, then clipping off the hair in that area, and 

washing the skin with mild soap or detergent will decrease absorption. 

 

If the toxin has been ingested, then vomiting can be induced. Emesis should only be induced 

after considering a number of factors. Emesis is usually only effective if the substance has 

been consumed within the past 90 minutes, (though for some slowly digested toxins, emesis 

may still be effective after 2 or 3 hours). Emesis is contraindicated if the substance is 

caustic, or if aspiration of vomit is likely - such as in an animal with reduced levels of 

consciousness, an animal that is seizuring or is dyspnoeic. 

 

Absorbants such as activated charcoal are useful to reduce further absorption from the gut. 

They bind the toxin in the gut so it cannot be absorbed, and so passes through the body.  

 

3) Antidotes 

Some commonly encountered toxins have specific antidotes, these can be used as soon as 

they are available. It may not be practical to stock all antidotes, but it is sensible to know 

which antidotes exist. 

 

4)  Increase Elimination 

By encouraging the body to eliminate a toxin more quickly, we can reduce the risk of 

continued absorption.  

 

5) Treat known likely effects of the toxin 

In cases where the toxin is known, treatment can also be targeted to try and prevent the 

likely effects. For example, if the toxin is likely to cause gastric ulceration, administer drugs 

to reduce stomach acid production, and medication to speed the healing of any ulcers that 

may have already formed. 
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Chocolate 

Theobromine is the toxin found in chocolate, it is a xanthine derivative. The higher the cocoa 

solids content of the chocolate, the higher the levels of theobromine. Toxic effects of 

theobromine are seen at 20mg/kg, severe signs at 40-50mg/kg, and seizures at 60mg/kg.  

The theobromine content of products can vary due to natural differences in cocoa bean 

crops. There may also be genetic susceptibility to theobromine. 

 

Clinical signs include hyperactivity, tachycardia, convulsions, arrhythmias. Absorption is 

slow, so emesis is useful even a few hours after ingestion. Anticonvulsants may be required 

in severe cases.  

 

Grapes, Raisins, & Sultanas 

Both fresh and dried grapes (Vitis vinifera) have been recognised as a cause of toxicity in 

dogs. The exact mechanism by which they have their effect is not known, but both red and 

white grapes, sultanas, raisins and currants have all been identified as causing acute renal 

failure in dogs.  

 

Ethylene Glycol  

Ethylene glycol itself is not toxic, but it is rapidly metabolised after absorption from the 

gastro-intestinal tract; it is these metabolites that are harmful. Alcohol dehydrogenase is the 

enzyme in the liver that metabolises ethylene glycol into gycoaldehyde, which in turn forms 

glycolic acid. Glycolic acid leads to acidosis, and forms oxalate which causes renal damage. 

Cases are sometimes seen where ethylene glycol is maliciously mixed with food and left out 

for cats. 

 

Xylitol 

Xylitol is a 5-carbon sugar alcohol, and is used as an artificial sweetener. It is commonly 

found in ‘sugar-free’ chewing gum and sweets, in tablets and medications, or as a sugar 

substitute in baking. 

Xylitol increases insulin secretion in dogs, leading to a 2.5 to 7 fold increase in production. 

This seen commonly 30 -60 minutes after ingestion, though the effect can be delayed. The 

increase in insulin leads to hypoglycaemia, which becomes evident as vomiting, ataxia, 

tachycardia, seizures and coma. 

 

 

Paracetamol 

Paracetamol is metabolised in the liver via conjugation with glucuronide, sulphate, and 

glutathione. If the ability of the liver to conjugate the drug is overwhelmed, then a toxic 

metabolite is formed, which causes severe oxidative stress and damage to hepatocytes and 

to red blood cells. Haemoglobin becomes oxidised to methaemaglobin and is unable to carry 

oxygen. 

 

 

 


