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DNA METHYLATING AGENT TEMOZOLOMIDE
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ABSTRA

PPTP IN VITRO & IN VIVO TESTING MODELS

TEMOZOLOMIDE IN VIVO ACTIVITY

sensitivity and had the lowest MGMT expression levels
among all of the PPTP cell lines.
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IN VIVO RESULTS AND CONCLUSION

0 Temozolomide (100 mg/kg daily x 5) caused regressions in 15/20 solid
tumors and 5/8 luable ALL models, but with ive

0 Retesting at 66 mg/kg (daily x 5) resulted in excluslon of 2/9 models
due to toxicity. Only 2/7 | resp

Q Dosmg temozolomlde at 66 mg/kg may more closely approximate

p e in pati

Q of17/30 respondlng tumor models 7 are MGMT-negative, 3 MLH1-

negative, and 11 have wild type p53.

Days post-treatment
initiation

Q All 7/7 MGMT-negative tumor models responded irrespective of p53
genotype.
] At higher temozolomlde concentratlons that exceed those tolerated in
the relati lomide activity and MGMT

expression is lost in both the in vitro and the in vivo settings.

Testing was supported by NCI NO1CM42216 ]




