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Background Trial Design Safety

AEs generally transient and readily manageable (Figure 5, Table 3)
Evaluating safety, tolerability, PK, immunogenicity, and antitumor activity of .

BA3182 in pts with advanced adenocarcinomas

Figure 6. Confirmed partial response (31% tumor reduction) from BA3182 at 0.6 mg in

EpCAM (epithelial cell adhesion molecule): transmembrane glycoprotein patient with intrahepatic cholangiocarcinoma without progression for >6 months

BA3182 priming and first treatment doses were associated with transient and reversible elevations in
hepatic analytes, consistent with cholestasis, that resolved with ongoing, higher treatment exposures

expressed by virtually all epithelia-containing tissues

* Robust expression of EpCAM among adenocarcinomas of the colon, stomach, pancreas,

biliary tract, lung, breast, prostate, and thyroid makes it a compelling bispecific T-cell . . ) . . * Minimal, transient, low-grade CRS observed to date (G1, N=1; G2, N=1)
engager (TCE) target when reliably restricting antibody binding-to the tumor Figure 4. First-in-human, multicenter, open-label, Phase 1, dose escalation study .
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microenvironment (TME). Part A: Dose Escalation (QW)

* All epithelial tissue express EpCAM, and this broad expression is associated with on-target,
off tumor toxicities when targeted by non-conditionally binding TCEs3

Priming dose of 0.1 mg safely enabled scheduled delivery of higher continuing treatment doses

Part B: Dose Expansion/Dose Optimization O 0.1 mg prime followed by 0.3 mg: G3 non-febrile neutropenia possibly related to tocilizumab (DLT)

Two Priming Doses O Priming doses >0.1 mg

Continue
Escalation
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0.1/0.6/1.8
mg

" 0.3 mg prime followed by 0.6 mg treatment dose resulted in transient G4 ALT (DLT)

BA3182 is dual-conditionally active biologic (CAB)-bispecific TCE antibody

" 0.6 mg prime followed by 1.2 mg treatment dose resulted in reversible G3 diarrhea associated with
concomitant CMV enteritis (DLT); no diarrhea recurrence upon BA3182 rechallenge

targeting EpCAM and CD3 (Figure 1)

Dose B (N~ 20-30)

* Treatment maximally tolerated dose not yet defined, and dose escalation continues

* CABs are not masked or caged prodrugs and do not require enzymatic cleavage for One Priming Dose

activation.? J . . . . . . .
o , , , 0.1,0.3 or 0.6/1.2 mg Figure 5. Pts who received a single priming dose of 0.1 mg prior to higher treatment
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