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In this study, we tried to develop a novel cancer cell-specific therapeutic
procedure by means of targeting cancer cell-specific mutations via CRISPR-Cas9 method.
Mutation-specific CRISP-Cas9 was supposed to destruct activated oncogenes or replace defective tumor

suppressor genes with functional normal genes. Most of pancreatic cancer cells harbor mutant KRAS
genes in specific codons, so that we designed CRISPR-Cas9 vectors to target the mutated codons in
the KRAS gene and found that they were effective for inhibiting proliferations of those cells in
mutation specific manner.
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