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Fig. 1 The bacteria Pnkp/Henl connection cleaving RNA ends (5'-half and 3’-half) Schematic diagram
El1 405 Pnkp/Henl iE3ZERTZ RNA Fifi(5'-half A 3'-half)7R =
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B S RNA B A E. (b)24Wi%410 RNA 3/ 5% TP BRAE/E 2'—OH I, Pnkp/Henl 1553 FE vh &7 A LML B 1, 1455 )5 1) RNA
GRS RN, X R4 RNA B RS A 9. Pnkp-K: Pnkp 34M3; Pnkp-P: Pnkp i §; Henl-M: Henl MTase; P-C: Pnkp C

uii; H-N: Henl N .
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Fig. 2 Compare yeast, plant, bacteriophage and bacterial RNA repair enzymes
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Fig. 3 Ways to cope with RNA Damage
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Abstract

The mechanism of the organism to repair DNA damage has been studied in reasonable detail. In

contrast, the agents of damage to DNA also cause RNA damage have not been widely recognized. This is mainly

due to aberrant RNAs are generally assumed to be degraded rather than repaired. With the discovery of RNA repair

systems, the RNA damage of the organism may preferentially be repaired. Based on the latest findings, the

phage-type RNA repair system, bacterial-type RNA repair system, yeast-type RNA repair system and human RNA

damage repair system are reviewed and discussed in this paper.
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