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RGX-104-mediated LXR/ApoE activation depletes Myeloid-Derived Suppressor Cells (MDSCs) 64 - : : : :
to induce a T cell response against tumors 16- . wxks « IFN-y is a Th1 cytokine associated with effector T cell responses
327 _|_ e Longest Disease kokk ~ and is increased in the serum of patients with evaluable samples in
ApoE-induced 16 - T T Treatment Arm Tumor Types Enrolled Response irPR irSD irPD Control Rate z ¥ E single agent and combination cohorts, reaching peak levels concomi-
MDSC depletion . g g | o adrenal. bladder. endometrial. P 2 | 5;, tant with increases in activated CD8 T cell effector populations
. ] T T &l RGX-104 + docetaxel neuroendocrine, ovarian, (ongoing PR) 2 4 3 66.6% i z | | _ | _
MDSC-mediated | o=y 104 *@ < 4 T T — J_ melanoma. SCCHN going L * IL-5 is a Th2 cytokine known to be induced in myeloid cells by LXR
J_ T-cell suppression . — ! — anal. CRC. endometrial -6 months p — . . . agonist treatment (5) and was found to rapidly increase in the serum
_ T Target RGX-104 + ipilimumab NSCLC, prostate, SCLC (ongoing PR) 1 2 4 42.8% RO of treated patients with a time course concomitant with RGX-104-me-
1{— — | i— — - — — - ApoElnduction ’ ’ DA diated MDSC depletion
05 bladder, breast, endometrial, >12 months -
9 &6 63: 9 &6 63: 9 &6 63: 9 &6 Gg 9 &6 63: Fp<0.01 RGX-104 + nivolumab melanoma, NSCLC, prostate, (ongoing PR) 1 4 o 50.0% 2+ 20:-[ « Higher levels of IL-5 and IFN-y were associated with better treat-
NSRRI AR N A NN ARSI CIN RRA N renal, SCLC ~ o e R ment outcome across cohorts
® & S® &< S® & ® & S® & :EI i }/Q/H E T
v 2 2
/ * Expression of LXR target genes, ApoE and ABCA1, was used as pharmacodynamic readout of target engagement by RGX-104 using ? 05— 2
a qPCR method that was developed and qualified to monitor gene expression in peripheral whole blood specimens - -
Tumor Growth Antitumor Activity Response Rates in Patients Previously Treated with CPI (n=14) -
. . . . . . . | | | |
» Myeloid-derived suppressor cells (MDSCs) suppress antitumor immunity by inhibiting T cell activation and effector function * Whole blood drawn at pre-dose time points on Days 1 and 15 of cycle 1 was used to assess RGX-104 activity reflecting gene induc- IO I
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