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Introduction
Four MRLS abortion storms (mare reproductive loss syndrome) 

have occurred in the previous 129 years, necessitating the coexistence 
of numerous environmental elements that affect the abundance and 
behavioural characteristics of the Eastern Tent Caterpillar (ETC). The 
main factor influencing MRLS is a dense population of caterpillars. 
Tent caterpillars go through population cycles every 10 to 20 years that 
are marked by rapid population growth and then a sharp drop. The 
eastern half of the United States is part of the native range of ETCs, and 
Black Cherry tree populations peak in those areas (Prunus serotina). 
A hatching interval that is closely spaced is encouraged by a period 
of high ambient heat. ETCs consume the young cherry tree leaves, 
from which they generate a toxin called mandelonitrile benzoate (MB), 
which the authors believe causes MRLS. During off-tree eating and/or 
searches for pupation places, the ETCs contaminate meadows. Mares 
are probably introduced to MB through consuming tainted food or 
water. Additionally, it is suggested that a lack of rain causes the toxin 
to build up on the grass following each ETC feeding session. Rainfall, 
on the other hand, dilutes the poison on the meadows, lowering 
exposure. Any modification to these environmental elements reduces 
the possibility of MRLS.

Correlations of causal strength of evidence according to 
Wester man

In the Ohio River Valley of the United States, MRLS was reported 
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Discussion
According to Westerman's Correlates of Casual Strength of 

Evidence, every correlation points to an ETC toxin as a probable causal 
factor. The number of correlates would increase if the same correlations 
were applied to setae. Despite this, environmental research suggests 
that a toxin rather than setae is more likely to be to blame, particularly 
in light of the effects that weather has on the buildup of toxin in the 
environment rather than the growth of ETC. [9, 10].
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