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Project 1:  Human Susceptibility to Trichothecenes. 
 
1. What major problem or issue is being resolved and how are you resolving it? 

We are conducting research to resolve  two major problems.   
 
First, during head blight of wheat and barley, deoxynivalenol (DON or “vomitoxin”) and other 
trichothecene mycotoxins are elaborated that  can potentially cause adverse health effects in 
individuals who consume the infected grain. Although DON is regulated in the U.S. at 1 ppm in 
finished food,  the European Economic Union and Codex Alimenterius have proposed much lower 
limits based on a few rodent studies and assumes greater sensitivity of children to DON.   
 
A second issue  is that although agricultural workers are exposed to airborne DON during harvest, 
threshing and milling of infected wheat and barley, virtually nothing is known about the adverse 
effects of inhaling this toxin.  Thus, a critical knowledge gap exists relative to the true risks presented 
to consumers and grain handlers by DON and other trichothecenes elicited during outbreaks head 
blight.   
 

2. List the most important accomplishment and its impact (how is it being used?).  
Complete all three sections (repeat sections for each major accomplishment): 

 
Accomplishment #1:   A modified DON ELISA was developed that has improved sensitivity and 
efficiency of the assay, making it capable of handling more samples for research studies. 
Impact:   This assay can be applied to study kinetics of DON uptake and metabolism in tissues of 
experimental animals for hazard and risk assessment determination.  The assay will also be useful for 
more efficient monitoring DON in grain samples 
 
Accomplishment #2:   We have determined that DON is absorbed similarly by  young and adult 
mice.   Inhalation of DON also causes marked proinflammatory cytokine induction (a marker for 
DON toxicity) in spleen, liver and lung in adults but a much reduced response occurs in young mice.  
Impact:. This  finding suggests that children might actually  be less sensitive to the effects of DON  
than adults. Thus it might not be necessary to set extremely low tolerances for DON in children’ s 
food  as is currently being done in Europe. 
 
Accomplishment #3:   We have determined that DON is absorbed similarly by inhalation and oral 
route.   Inhalation of DON also causes marked proinflammatory cytokine induction in spleen, liver 
and lung. 
Impact: These observations show for the first time a potential health effect with respiratory exposure 
and is persuasive in suggesting  the need for adequate risk characterization and risk management for  
grain handlers. 
 
As a result of that accomplishment, what does your particular clientele, the scientific 
community, and agriculture as a whole have now that they didn’t have before?: 
• Grain producers, millers and  the scientific community now have improved multi-sample DON 

detection capability that can be used to ensure safe food. 
• Critical new  information is now available for science –based risk assessment and for 

establishing/modifying DON tolerances. 
• A potential hazard for agricultural workers handling Fusarium-contaminated grain has been 

identified. This will be an important consideration in for establishing safety measures for workers 
occupationally exposed to DON during grain handling. 
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the grant.  Please reference each item using an accepted journal format.  If you need more 
space, continue the list on the next page.       
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