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Figure 2. Treatment with DS-1471 induces downregulation * Dose escalation (Part 1) aims to evaluate the safety, tolerability, preliminary antitumor Key statistical considerations
of CD147 and its binding partners followed by induction of activity, PK, and immunogenicity of DS-1471 IV Q4W and to determine the MTD - BOR and DCR will be summarized with 95% CI using the Clopper—Pearson method
OBJ ECTIVES gp y and/or RDE(s)
apoptosis via activation of stress responses - Dose expansion (Part 2) will evaluate the safety, preliminary antitumor activity, PK, and * Time-to-event varlgbles, m_cludlng DOR, PFS’. and OS, will be .summarlz.ed and :
. citv of DS-1471 IV Q4W at the RDE(S) in three tumor . Hort represented graphically using the Kaplan—Meier method. Median event times and their
. DS1471-079 (NCT06074705) is a Phase 1, first-in-human study 2) CD147 2) Cpad mmunogenicity of DS-1471 IV Q4W at the RDE(s) In three tumor-specific cohorts corresponding 95% Cls using the Brookmeyer and Crowley method will be presented
of DS-1471, a novel CD147—targeting monoclonal antibody, in 0 o ] a ] - ) itl:-dy tend[.)”omts are [s)uSm1r2§|;|zed n Taltor:e 2 o IV infusion QAW until radioloat . . Efficacy endpoints will be reported as listings only for dose escalation (Part 1) unless
: : : : 1.2 ® 10] — — 5 10{ — o sl o sl * Fatents will receive Uo- as monotherapy Dy IV INTusion until raaiologic or clinica otherwise specified and will be listed and summarized by tumor-specific cohort for dose
patients with Iocally advanced/metastatic solid tumors : - - =S : progression, unacceptable toxicity, withdrawal of consent, or discontinuation for other expansion (Part 2) Y
- The primary objective of dose escalation (Part 1) is to evaluate - > 5. 58" = " reasons (Figure 4) . Descriptive statistics for best percentage change from baseline in the sum of diameters of

the safety and tolerability of DS-1471 and determine the MTD 05- 05 Table 1. Key eligibility criteria measurable lesions selected per RECIST 1.1 will be presented
and/Or RDE(S) >0 Isotype DS-1471 >0 Untreated 1 /28-143?1 N >0 Isotype DS-1471 >0 Untreated 1 /33-1451 y Key Inclusion criteria StUdy Sites
. . = = = control 1 mg/k 3 mg/k m m control 1 mg/k 3 mg/k m m . . . . . . .
- The primary objective of dose expansion (Part 2) is to evaluate smglg R smakg R Adults 218 years » Part 1 is currently ongoing at two sites in Japan (Figure 5), with approximately 10 global
- ospho- eaved caspase- sites planned for Part 2
the Safety of DS-1471 at the RDE(S) f) Pr:)_zo?h N 24 0,020 - 72h the 0_049 P 324h 0.04 - 72h ’ Histologically or cytologically documented, locally advanced, metastatic, or unresectable solid tumor P
o E 8 . I . 5 T T8 e T Tumor refractory to standard treatment, patient unable to tolerate standard treatment, or standard Figure 5. Study site locations (Part 1)
E".- .:;._.-'E-l 3 s s T : s 5 treatment not available
ol 5 £ 8 10! 3 - S S 002- S 0.02- :
L r-‘.':q:m Copies of this poster obtained through this QR code and/or z 8% ST R A = 0% 21 measurable lesion per RECIST 1.1
_."|..'§|]- 'I':Ta https://bit.ly/DS_ESMO24 are for personal use only and may £ 5 o0s| S 0005 5 00| S 001 Consent to provide tumor tissue (newly obtained or archival)
el T not be reproduced without written permission of the authors. g & a 2 | :
[i_'lﬁ..l_!i Lo = 00 0,000 0.00 0.0 ECOG performance status 0 or 1 National Cancer
- "] "Nl " . Isotype DS-1471 Untreated DS-1471 Isotype DS-1471 Untreated DS-1471 .
30?:5% 1 mg/kg 3 mg/kg 1 mg/kg 3 mg/kg 30(:;155(;; 1mg/kg 3 mg/kg 1 mg/kg 3 mg/kg LVEF 250% Center HOSpltaI,
Adapted from Fukuchi K, et al. J Oncol. 2022;2022:3552793. Adequate hepatlc, renal’ and bone marrow funCtlon TOkyO, Japan

Administration of DS-1471 resulted in downregulation of (A) CD147 and (B) binding partners, such as CD44, and increases in both (C) stress- i i i
response proteins, such as phospho-JNK and (D) the apoptotic protein cleaved caspase-3 in a MIA PaCa-2 PDAC xenograft tumor model. Key exclusion criteria
Bar graphs show mean protein expression £ SE for expression and luminescence signal ratio of the target protein to 3-actin in tumor lysate samples
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