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Gene __|Primers/MGB Probe

EGFR WT EGFR WT F Exon 5 5'AAG TGT GAT CCAAGC TGT CC 3
EGFR WT EGFR WT R Exon 6 5'TGC TGG GCA CAGATGATTT 3'
EGFR WT EGFR WT MGB PROBE 5 6 5' 6FAM AGG AGA ACT GCC MGB NFQ 3'

EGFRvIII
EGFRvIII
EGFRvIII

EGFR VIII F exon 1
EGFR VvIII R exon &
EGFRvIII MGB PROBE 1 8

5'TCG GGC TCT GGA GGAAA Y
5'CTT CCT CCATCT CAT AGC TGT C 3
5' 6FAM/VIC AAA GGT AAT TAT MGB NFQ 3'

Dilution of EGFR WT and vIllI Plasmids

dPCR primers and MGB probes were tested on serial dilutions of plasmid
cDNA of EGFR VIII ranging from 0.625x10 ng/mL to 5x10~ ng/mL.
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* Clinical trials

* Real-time liquid biopsy
* Exosomes: cross BBB
* Platelets: take up proteins and RNA from tumor
* Circulating Tumor Cells
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