2 L1 Cell surface modification with heparin-conjugated lipids for improving blood compatibility
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Heparin is polysaccharides belonging to the glycosaminoglycan (GAG) family as well

as heparan sulfate (HS).
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AT-binding activity depends on the number of conjugated fHep of fHep-lipid
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80

EHepKrC()-lipid 120 10000 —hiacipa
5 70 & BfHepK rC-lipid 100 T —o—fHep-K1CHpid
= _lini = K1C-PE -Ipid
% 6 | OKnC-PEG-lipid (Cortrol) = Piwo | o p
3 5E 80 [ o
25 50 £8 g
cg = 101
2o 1 Iy
2% | 3t s
82 20t T ° 20 2
g7 Ll £ e £
_‘uj_ 10 0 .;_E'éreefillf E
= T narmniscs
£ 0 Jo—pes . =]

-0 - 0.1

-10 0 1 2 0 1 2
12 3 5 9 Hep PBS Time [h]
Tlme

The number of NH: group on KnC Platelets number and TAT level (coagulation marker) for bloods incubated

with hMSCs (105 [cells/mL]) (N=6)

fHep-lipids inserted on the liposome surface show anti-
FXa activity

There was significant difference between fHep-K1C/K8C(-)-lipid
and K1C-PEG-lipid/non-treated hMSCs

Cellular membrane could be uniformly modified with fHep-lipid and showed strong antithrombogenicity
in human whole blood.
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