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experiments for REP 2006, REP 2055, REP 2139 and REP 2055 (n=3) and REP 2031 (n=2).
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NAP Sequence 5'- 3 Length PS | 270Me | 5’ MeC Chemistry
REP2006| degeNn4e0rate) 40 v Amphipathic 140.00 120.00
Amphipathic — 120.00
. Ca0 40 v (inactivated at acid pH) 100.00
REP 2055 (AC),, 40 v Amphipathic 100.00
c 80.00 ¢
REP 2139 (AC),, 40 v v v Amphipathic 30.00 o o
REP 2165 (AC),, 40 v v | v Amphipathic ' 9 60.00 S
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PS = phosphorothioation of phosphodiester linkage (increases amphipathicity) [ 60.00 <= =
2’0OMe = O-linked methylation at 2’ position in ribose (increased stability and reduced TLR reactivity) X 40.00 S
5'MeC = methylation of 5’ position in cytidine base (reduced TLR reactivity) 40.00
* Positions 11, 21 and 31 have 2’OH ribose
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Figure 2. Comparison of entry inhibition of HDV into Huh-7-NTCP cells (n=3) or HepaRG cells (n=1) by REP 2055. availlant@replicor.com
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