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Mechanisms of endothelial injury mediated by receptors of innate lymphocytes
involved in vasculitis pathogenesis
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The purpose of this study was to clarify how innate lymphocytes recognize
the target (vascular endothelial cells) in endothelial cell injury by innate lymphocytes, which are
thought to be involved in the pathogenesis of vasculitis, by co-culture experiments of innate
Iymphocytes cell line and endothelial cells.

When the NK cell line KHYG-1 (Effector cells) and endothelial cells (Target cells) were co-cultured,
endothelial cells were observed to detach from the culture dish in an Effector/Target ratio
dependent manner. However, no results were obtained to infer that the receptor NKG2D, which was a
candidate as one of the target recognition mechanisms, was involved.
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HMSV1 without stimulation (10000:0) (control)

HMSV1 without stimulation + KHYG-1 (10000:10000)

HMSV1 without stimulation + KHYG-1 (10000:62500)

HMSV1 without stimulation + KHYG-1 (10000:125000)

HMSV1 without stimulation + KHYG-1 (10000:250000)

HMSV1 without stimulation with NKG2D-Fc IgG1 chimeric protein+ KHYG-1

(10000:10000)

HMSV1 without stimulation with NKG2D-Fc IgG1 chimeric protein+ KHYG-1

(10000:62500)

8. HMSV1 without stimulation with NKG2D-Fc IgG1 chimeric protein+ KHYG-1
(10000:125000)

9. HMSV1 without stimulation with NKG2D-Fc IgG1 chimeric proteint KHYG-1
(10000:250000)

10. HMSV1 with TNFa (10000:0) (control)

11. HMSV1 with TNFa + KHYG-1 (10000:10000)

12. HMSV1 with TNFa + KHYG-1 (10000:62500)

13. HMSV1 with TNFa + KHYG-1 (10000:125000)

14. HMSV1 with TNFa + KHYG-1 (10000:250000)

15. HMSV1 with TNFa and NKG2D-Fc IgG1 chimeric protein+ KHYG-1
(10000:10000)

16. HMSV1 with TNFa and NKG2D-Fc IgG1 chimeric proteint KHYG-1
(10000:62500)

17. HMSV1 with TNFa and NKG2D-Fc IgG1 chimeric protein+ KHYG-1
(10000:125000)

18. HMSV1 with TNFa and NKG2D-Fc IgG1 chimeric protein+ KHYG-1

(10000:250000)
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