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Novel aptamer to von Willebrand factor Al domain (TAGX-0004) shows
total inhibition of thrombus formation superior to ARC1779 and compara
ble to caplacizumab

Fn
von Willebrand factor @ Al domain (259 2% R aptamer (TAGX-0004) IX ARC1779
Db 8L, caplacizumab &R MR EZFLE T2

RANEDES

von Willebrand factor (VWF) i% Al domain 247U CIL/MR®D glycoprotein Ib (GPIb) &S
LI/MR e I E 535, DFEZERE OEIRMARLE Tl VWF-IL/MR M2 23 FE eI ES
5L TEY, VWFAL FEEENFRIGEELL CHAEIN WD, BEE aptamer I K& EL L
H—REAVIXIVA TR THY, B R_IIAEE LAREEEZRIE T 5, 48, AFHDX
VT —ENBFE LA THEE Ds AV 2HiE VWE Al #4828 aptamer (TAGX-0004) {22
W, BT VWFAL BREZ ARC1779 BX N caplacizumab & HERst& L L C, D M AL FE.
ERED B A 1T o7z, 7=, alanine scanning mutagenesis Z AV 2 VWF Al BE AL 37% 16
EEARKL, ZNHHl VWE Al HEZED VWF Al S EMLIC OV THRRETLZ,

R RIM/IMREEERE THS ristocetin BLTN botrocetin AL /MR EEERERE TIX
TAGX-0004 |FEBITHIRE 50nM TR EFL R LTZ, ARCLT79 TiTEhIZHIREE 500n
M, caplacizumab TIFHEEE 10nM, 50nM DJEIZFEEEEMENEOLNTZ, —F, T-TAS 12k
B0 T I/ IMREEERZE TIX, TAGX-0004 BET caplacizumab 1ZEHITKIEE 50nM T
SEEEEMRERHLLIE, LL, ARCLT79 TITHIRE 1000nM OFBEIZB W THEREE
\CHEEoTz, TNBDOFERIY, ex vivo 128115 TAGX-0004 DIk FEESEIX ARC1779 X
0, 58<, caplacizumab LRI THAIEN RSN,

electrophoretic mobility shift assay (245 VWF Al binding assay Tix TAGX-0004 OFEE
ERALEL T R1395, R1399, F1366 @ 3 7T /EAFRE, ARC1779 DFEEEAL LT R1287,
K1362, R1392, R1395, R1399 @ 5 T/ BEFRE N FE 4Lz, ¥/, surface plasmon resonance
% = VWE Al binding assay i caplacizumab OfESEME L T K1362, R1392, R1395,
R1399 =L T K1406 @ 5 7TI/BEENFREINI-, F1366 IIB/KMETI/EBETHY, TAGX-
0004 2R3 DBk IE AN TH E Ds LDE T pi-stacking effect [Z&LVIEF I TFRVERFIMEZ 29
BHEHERIS LT,



