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GPRC5D in Multiple Myeloma

Multiple myeloma is the second most common
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Bi- and Tri-Specific Antibody Discovery

In Vitro Efficacy: Detailed Analysis of Lead Candidates
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Engineering By Deep Mutational Scanning

Affinity Maturation Using Paratope-PLUS CDR-Scanning

As described in Banik et al., 2025
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Excellent in vitro properties of multispecific antibodies including
potency, target specificity and low cytokine release

In Vivo Efficacy: Inhibition of Tumor Growth

Comparator

MADb variants (all amino acid substitutions of a single residue)

Improved variants may yield better efficacy, developability and novel IP

Engineering Species Cross-Reactivity
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Prophylactic tumor model using H929 xenograft in humanized mice (5 mg/kg, dosed biweekly, dose 1 on day 0)

Treatment well tolerated in mice (not shown) . . . . . . . .
Reactivity to NHP protein orthologs can enable testing in preclinical animal models

Integral Molecular’s Pipeline Enabled by Membrane Protein Technologies and Antibody Engineering
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Native antigen presentation using Lipoparticles cLoNs pEm—

iIn conjunction with DNA/RNA immunization

Membrane Proteome Array™ for specificity
screening against 6,000 native membrane proteins
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Divergent host species enable robust immune
responses to complex targets

Paratope-PLUS™ deep CDR-Scanning for affinity
maturation, species reactivity and patent protection
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With 20+ years of experience, Integral Molecular is the industry leader in antibody
discovery against undruggable protein targets such as complex membrane proteins.
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www.integralmolecular.com Contact us with licensing inquiries for GPRC5D and additional assets from our

therapeutic pipeline.




	Slide 1

