@ JSKNO021, an innovative site-specific dual-payload bispecific antibody

drug conjugate targeting EGFR and HER3 exhibits potent preclinical activities
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JSKNO21 exhibited potent cytotoxicity in cancer cell lines expressing EGFR,
HER3 or both

JSKNO021 bound simultaneously to EGFR and HER3
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Binding specificity of JSSKN021 was confirmed by ELISA. In addition, release of payload were
evaluated by LC-HRMS. At last, in vitro cell growth inhibitory and in vivo antitumor activities of
JSKNO21 were evaluated using different cancer cell lines and CDX models in comparison to
single payload ADCs.

Figure 4. JSKNO21 effectively suppressed the growth of cancer cells expressing Her3, EGFR, or both.
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pernatant and cell lysates of JSKNO21-treated HCC827 cells.

First-in-class EGFR x HER3-targeted dual-payload ADC

JSKNO021 demonstrated excellent stability in serum from rat, mice,

JSKNO21 is a first-in-class (FIC) dual payload ADC consisting of an EGFRXHER3 bispecific antibody monkey, and human, with minimal release of MMAE and TO1
conjugated with TOP1 inhibitor and tubulin inhibitor.
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(A) JSKNO021 serum stability (B) JSKNO021 serum stability m Conjugation and Stability: JSSKNO21 demonstrated excellent stability in serum
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