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KAD101 Offers a Different Path
KAD101 aims to change PROC from repeated chemo failure to earlier, better-tolerated disease control.

KAD101 intervenes at relapse to break the cycle of resistance and extend 
survival with improved tolerability



ACTIVATES AUTOPHAGY
Induces cancer cell death

CELL PROLIFERATION HALTED
Blocks Jak2 pathway crucial for cancer cell growth

CHEMORESISTANCE ADDRESSED
Downregulates GST, may restore chemo sensitivity

KAD101 Targets 3 Key Drivers of Tumor Persistence
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Lead Program 
Initially Targeting 
PROC Ovarian Cancer

• Novel formulation of de-risked asset, 
KAD101, which has seen promising initial 
human clinical data

• New Patents filed to secure our future

• Opportunity as maintenance therapy

Novel Biologic that Blocks the Prolactin 
Receptor to Prevent Cancer Cell Growth 
Signals and Incite Autophagy

Prolactin

Targeting Prolactin
Potential to disrupt tumor growth and reverse the process 
through autophagy
KAD 101 prevents prolactin receptor dimerization 

Impact on Cell Signaling
Involved in pathways like JAK/STAT5 and PI3K/Akt, 
essential for cell proliferation

Chemotherapy Resistance
The down-regulation of GST is directly linked to 
chemotherapy resistance, making patients receptive 
again, a major treatment hurdle

Higher Expression Correlates with Reduced 
Survival Contributing to Tumor Growth and the 
Development of Malignancies
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POPULATION

PHASE 1 STUDY DESIGN

Go/No-Go: RP2D established + acceptable safety + preliminary efficacy

DESIGN

PRIMARY 
ENDPOINTS

KEY EFFICACY 
ENDPOINTS

Platinum-resistant epithelial ovarian cancer (2-3L+) 
PRLR biomarker-enriched (≥50% tumor cells, ≥2+ intensity)

Open-label, dose-escalation study (3+3 design) BOIN design 
~30 patients across 3 dose cohorts 
Daily SC administration

Safety and tolerability 
Recommended Phase 2 Dose (RP2D)

Objective Response Rate (ORR) 
Disease Control Rate (DCR) 
Tumor pharmacodynamics (pSTAT5 suppression/ PRLR expression)



A de-risked IND reactivation pathway leveraging legacy clinical data and Orphan Drug Designation

Now – Q3 2026

IND REACTIVATION

Open IND - completed

Type C FDA meeting – in 
progress

CMC bridging & cell bank 
establishment – in progress

GMP drug substance 
manufacturing – in progress

Preclinical bridging 
toxicology studies – in 
progress

Q3 – Q4 2026

FDA APPROVAL TO BEGIN 
PH1. 

Dose confirmation 
strategy  - finalized

Clinical protocol -
finalized

Biomarker IHC assay -
validated

Site activation & IRB 
approvals  - in progress

Q1 2027

PHASE 1 INITIATION

First patient enrolled

Dose escalation begins

Safety & tolerability 
readouts

Pharmacokinetic 
profiling

2027 – 2028

PHASE 1/2 EXPANSION

MTD / RP2D established

Early efficacy signal 
(DCR, PFS)

Biomarker correlation 
data

Series A / partnership 
readiness

✓ Orphan Drug Designation secured — 7-year market exclusivity  ·  Expedited FDA review  ·  Priority eligibility for non-dilutive grant funding

REGULATORY & DEVELOPMENT STRATEGY
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The PROC Beach head: Entry to $141B+ Platform

Prioritizing the Ovarian Gap to secure clinical validation, 
providing the “Right to Win” across broader PRLR-driven indications

NEAR-TERM FOCUS
I. Secure the Ovarian Wedge: Validate  KAD101 for the gap

PLATFORM UPSIDE
II. Unlock the Platform: Path to $144B+

POC PHASE 1B 
• OOR/DOR signal
• Biomarker 

confirmation

90% of capital for 
Ovarian Signal

Q4 2026: 
Combo data

Q1 2026: P1 data
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BREAST 

CANCER

ENDOMETRIAL 
CANCER

PROSTATE 
CANCER

TRIGGER: P1B PROOF-OF-CONCEPT IN OVARIAN 

• Platform expansion is contingent, no concurrent
• De-risking: Efficacy in hardest to treat patients proves PRLR+ thesis
• Valuation Multiplier: Disciplined path to TAM

$83B
Market 

Opp
$41B

Market 
Opp$20B

Preclinical for Breast Cancer already established


