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Research advances in gene cloning and occurrence mechanism of rice le-
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Abstract:  Lesion mimic mutants (Lmms) are important materials for studying the mechanisms of plant cell death
and defense responses. The current research progress of rice Lmms was summarized in this article. Furthermore, we dis-
cussed the strengthen of identification and characterization of more rice Lmms genes and relative inhibition genes, the eluci-
dation of sophisticated regulating mechanism for the fate of cells between lesion tissue and its adjacent healthy tissue, and
how to design biotic and abiotic stress resistance/tolerance breeding using the knowledge from Lmms.

Key words: rice; lesion mimic mutants; phenotype; gene cloning; molecular mechanism
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Table 1 Cloned lesion mimic mutants genes in rice
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