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Asparticacid Asp D negative
Glutamic acid Glu E  negative
Arginine Arg R positive
Lysine Lys K positive
Histidine His H positive
Asparagine Asn N uncharged polar
Glutamine Gin Q@ uncharged polar
Serine Ser S uncharged polar
Threonine Thr T  uncharged polar
Tyrosine Tyr Y  uncharged polar
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Alanine Ala A nonpolar
Glycine Gly G nonpolar
Valine Val V  nonpolar
Leucine Leu L nonpolar
Isoleucine lle | nonpolar
Proline Pro P nonpolar
Phenylalanine Phe F  nonpolar
Methionine Met M nonpolar
Tryptophan Trp W nonpolar
Cysteine Cys C nonpolar
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Table 9-1 Codon-Anticodon Pairings
Allowed by the Wobble Rules

Table 9-2 Different tRNAs That Can
Service Codons for Serine

5" end of anticodon 3’ end of codon

G CorU
C G only
A U only
U AorG

I U C or A

tRNA Anticodon Codon
tRNASer ACG + wobble ucc
UCU

tRNASer, AGU + wobble UCA
UCG

tRNASer UCG + wobble AGC
AGU




mRNA is translated by ribosomes
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(a) Amber mutation infroduces UAG stop codon. Translation stops.
\!&

() Tyrosine tRNA anticodon is changed to AUC.

(c) Tyrosine IRNA reads UAG codon. Translation confinues.
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Amber mutation introduces UAG stop codon.
Translation stops.

Tyrosine tRNA anticodon is changed to AUC.

Tyrosine tRNA reads UAG codon. Translation continues.
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Hsp60, GroEL, TCP1 mediated protein folding
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