Venkata Subbaiah D.R.C 7, Venkat R. Pallela 2, Stephen C. Cosenza ', Gayathri Panda 7,

Muralidhar M Mallireddigari 2, E Premkumar Reddy " and M V Ramana Reddy .

MOUNT SINAI ONCONOVA
SCHOOL OF MEDICINE o TARGETING CANCER ¢ PROTECTING HEALTHY CELLS o

introduction e Scheme EGFR Inhibition Between Iressa & ON128030 Table 2: Gll, of ON128030
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that ON128030 and ON128060 are found to be selectively inhibiting EGFRK 7 8 EGFR m Table 3: IC,, of Iressa & ON128030
Inhibition of p-EGFR by ON128030 on human epithelial carcinoma cell line

EGFR and HER-2 Assay of ON128030
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unlike Iressa® which inhibits both EGFR and ErbB2 (Her-2) receptor kinases.
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cytotoxicity and kinase profile of the lead molecule. h

Iressa was used as standard drug (1uM). Wildtype 0.028 0.055
| compound | IC,(uM)
Result: ON128030 inhibits P-EGFR at low Nano molar concentration. ON128030 0.1 L858R 0.080 0-200
Reagents and conditions: (a) PhCH,Br, K,CO3, MeCN, 60 °C, 2 h, 98%. (b) fuming HNO3, AcOH, 15 °C-r.t, 3 h, 95%. IRESSA 0.0075

(c) NiClp.6H,0, NaBH,, DCM:MeOH (2:1), 0-5 °C, 30 min., 96%. (d) HCONH,, HCO,NH,, 140 °C, 4 h, 82%. (¢) POCI;, L861Q 0.074 0.600
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