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[ ABSTRACT

HER3-DXd is an ADC consisting of a fully human
monoclonal antibody to HERS3 attached to a topoisomerase
1 (topo-1) inhibitor payload (DXd, an exatecan derivative)
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Rhabdomyosarcoma (RMS) Testing Results

o [aY] < ©
<

that has demonstrated clinically meaningful efficacy with , SMiE(?Z?%Z?(!ient N=1 8 embrvenal  N=1 8 i N=1 , aveolar vy, 8 alveolar N, ) eclar = 8 e N=1
durable responses in adults with non-small cell lung cancer g ; 7 4 7 d 7

and advanced breast cancer. The goal of this work was to : | : : : 6 . 6
evaluate the activity of HER3-DXd against PDX models for > | | E - L . . . .
two childhood cancers with HER3 expression a o B . o con B, . B o B
[rhabdomyosarcoma (RMS) and hepatoblastoma (HB)] and . - : w : $ 2 = : & : 2 Y
to compare the activity of HER3-DXd with isotype control | 1 | | |

ADC (IC-ADC). . R . e | | N S

STUDY METHODS

Response Assessment: To evaluate treatment efficacy objective response
measures (ORM) based on changes in relative tumor volume (RTV) were
used (Houghton, Pediatr Blood Cancer 2007;49:928-940).
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