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Function of posttranscriptional modifications of transfer RNAs

and its relationship with human diseases
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Abstract: The posttranscriptional modifications of transfer RNA (tRNA) are critical for tRNA biological functions,
including tRNA folding, stability and decoding. Most tRNA posttranscriptional modifications were discovered in
the 1970s, however, the discovery of genes encoding the proteins for these tRNA posttranscriptional modifications
has lagged behind. Until recently, the near complete map of tRNA modification enzymes genes was identified in
both model organisms Saccharomyces cerevisiae and Escherichia coli. The discovery of these genes opens a new
window for studying the biological functions of tRNA posttranscriptional modifications. There are a wide variety of
posttranscriptional modifications in human cytoplasmic and mitochondrial tRNAs, and the defect of these
modifications is often associated with human diseases. Therefore, the study of tRNA posttranscriptional
modifications helps in understanding the pathogenesis of related human diseases.
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