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1 INTRODUCTION

It hasbeen nearly 40 yearssincethequantita-
tive structure-activity relationship (QSAR)
paradigm first found its way into the practice
of agrochemistry, pharmaceutical chemistry,
toxicology, and eventually most facets of
chemistry (1)ltsstayingpower may beattrib-
utedtothestrength of itsinitial postulatethat
activity was a function o structure as de-
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scribed by electronic attributes, hydrophobic-
ity, and steric properties as well asthe rapid
and extensive development in methodologies
and computational techniques that have en-
sued to delineate and refine the many vari-
ables and approaches that define the para
digm. The overall goals of QSAR retain their
original essence and remain focused on the
predictive ability of the approach and itsre-
ceptiveness to mechanistic interpretation.





