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P53 Reverse 5'-AGG ACA GGC ACA AAC ACG CAC C-3'
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3'
Forward 5'-TGG AGC TGC AGA GGA TGA TTG-3'
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H Reverse 5'-GAA GAT GGT GAT GGG ATT TC-3'
Probe 5'-CCG ACT CTT GCC CTT CGA AC-3'
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