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Erratum

Please note a correction to the article Structural pharma-
cogenomics, drug resistance and the design of anti-infective
super-drugs by Edward T. Maggio, Mark Shenderovich,
Ron Kagan, Dean Goddette and Kal Ramnarayan in the
print version of Drug Discovery Today, 15th December 2002,
Volume 7, No. 24, 1214-1220.

Figure 7 on p. 1217 should have been as below:
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Fig. 7. The number of amino acid classes allowed at each
residue position for HIV-1 reverse transcriptase. 38 positions
(flagged below the X-axis) frequently exhibit mutation to
an amino acid class different from the original class.

We would like to apologize for this inaccuracy and for any
confusion that this might have caused.

PIl: $1359-6446(02)02577-1



