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Antioxidant Activity and Anticoagulant Activity Analysis of
Recombinant Human Tissue Kallistatin Binding Protein
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Abstract; To investigate the anti-oxidative activity and anticoagulant and thrombolytic activity of Kallistatin
in three kinds of cell models in vitro, H,O, and Fe- HQ oxidative stress models of HBZY-1, HaCaT and
HTRS8-s/Vneo cells were constructed in vitro, and the Kallistatin protein was used in these oxidative stress
models. Multi-concentration gradient method was adopt to select the optimal oxidant concentration. CCK ex-
periment was used to detect the activity of three kinds of cells, and the anticoagulant and thrombolytic experi-
ments were carried out in vitro. The results shows that in the H, O, model, the viability of three kinds of cell
was similar to the control group (LD-hanks buffer) when the concentration of Kallistatin protein was 0. 6
pmol « L', The cell viability of low-dose protein group (0. 06 pmol « L") was significantly lower than that
of the high dose. In the Fe-HQ model, the effect of Kallistatin protein doses differed in different cells. Thus,
Kallistatin protein has antioxidant activity in vitro, and it is dose-dependent in different cells under different
stress conditions. Furthermore, in vitro anticoagulation and thrombolysis experiments showed that this protein
has related activity.
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Fig. 1 Changes of cell viability of three kinds of cells in oxidative stress response
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Fig. 4 Effect of KAL on cell viability in
HaCaT's Fe-HQ oxidative stress model
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Fig. 6 In vitro anticoagulant experiment photo results
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