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Female HUNPI mice, reconstituted for 16~20 weeks, were implanted with MDA-MB-231 cell line subcutaneously in the right flank.

Humanized mouse model: A preclhinical plattorm feasible for antibody-based therapy \0
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Ji» INTRODUCTION

The selection of appropriate preclinical models based on similarity to human biology and disease genotype and phenotype carries
considerable potential to ensure higher predictability of preclinical trials. The design and interpretation of first-in-man trials

DRB1¥12

0 5 10 15 20 25 30
Study Days
(A)

Mean Tumor Volume + SEM

HLA typing

_“

Study Days A)

Q

O

Mean Tumor Volume + SEM

HLA typing
Sample Name

—O- Group 6 CTLA4 BIWx3 10 mg/kg i.p. PD-1 BIWx3 10
mg/kg i.p. Gemcitabine BIWx3 60 mg/kg i.p.
0 4 8 12 16 20 24 28 32 36 40 44 48 52 56 60 64 68 72 76 80 84 88 92 96 100
DAYS POST TREATMENT

70.0%

Dosing began on Day0 in mice with established tumors (group mean 100mmA3). Mean tumor growth (A) and CD45+ % change
in peripheral blood (B) are shown.
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