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Fig.1 Adhesion of human NK cdlsto PAEC/ HUVEC
la. *HTdR NK92, n=6, T 3/1 (NK92, n=6. NK92 waslabeled with 3H-TdR, E/ T ratio was 3/ 1)
1b. Scr PBNK, n=4, BT 10/1 (PBNK, n=4, PBNK waslabded with >Cr, E/ T ratio was 10/ 1)

4 (The wells were arranged in quadruplicates)
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1 NK92/ PBNK  HUVEC
Table 1 Theadhesion of NK92/ PBNK to HUVEC

rhTNFet (ng/ ml) 0 1 2 3 4 5
N K92 (%)
.6£09. L4+11. .6+12. .4+10. .9+11. .0+10.
(NK92 adhesion ratio) 20.6£9.9 26.4+11.5 30.6+12.6 38.4+10.1 36.9+11.7 38.0+£10.6
PBNK (%)
(PBN K92 adhesion ratio) 9.4+2.4 16.0+£2.5 19.8+£2.9 20.2+3.2 20.1+£3.7 19.6+£3.5
(Notes) : +SD; HUVEC rhTNFa (0 5ng/ ml) 24 h (NK92: n=5; PBNK: n=4; 3 )

[ The datain the table was expressed as mean £ SD. HUV EC was prestimulated with rhTNFet (0 5ng/ ml) for 24 h (NK92:

n=5; PBNK: n=4; In triplicates) ]

2 NK92/ PBNK PAEC
Table2 The adhesion of NK92/ PBNK to PAEC

rhTNFet (ng/ ml) 0 2.5 5 10 15 20
N K92 (%)
(NK92 adheson ratio) 45.1+10.5 50.2+13.2 53.319.6 56.0+11.4 55.7+12.3 56.6+14.2
PBNK (%)
(PBN K92 adhesion ratio) 15.8+3.0 18.7+4.2 23.3%x5.1 27.2+5.5 27.3%£6.1 26.8%+4.9
(Notes) : +SD; PAEC rhTNFa (0 20 ng/ ml) 24h (NK92: n=5; PBNK: n=4; 3 )
[ The dataiin the table was mean + SD. PAEC waspresimulated with rhTNFt (0 20 ng/ ml) for 24 h (NK92: n=5; PBNK:
n=4; In triplicates) ]
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Fig.2 Theeffect of IFNy on the adhesion of NK92/ PBNK
2a. NK92 2b. PBNK
n=3 3 (In triplicates)
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(P<0.002) 3: a al., 1996) N K
, BNK CD1la , PAEC PAEC HUV EC
TNFa PAEC , ) N K
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Fig.3 Theeffect of L FA-1 on the adhesion of PBNK to HUVEC/ PAEC
3a. HUVEC, TNFa: 2.5ng/ ml, n=3
3b. PAEC, TNFa: 10ng/m, n=3
3 , 3 TNFa (n=3) (Thefirg three lanes were controls, while the lag three lanes represented

the EC stimulated with TNFa)
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(Abstract)

DIFFERENTIAL ADHESION OF HUMAN NK CELLS TO
PORCINE/ HUMAN VESSEL ENDOTHEL IAL CELLS’

FENG zZhi-Min ZHANG Xiao-Feng FENG Me-Fu™

( State Key Lab. of Biomembrane and Membrane Biotechnology, |Institute of Zoology,
The Chinese Academy of Sciences, Beijing 100080, China)

The accumulated evidences demonstrate that natura killer (N K) cells may play animportant rolein the im-
mune cell mediated xenograft reection. The adherent recognition of xenograft by NK celsisthefirst and most
important step , which N K cells may perform in the exnograft rejection. Endothelium isthefirst natura barrier
between exnograft and host immune cdls. S the study on adheson between N K cells and endothdlid cedlsis
very important for preventing the exnograft regjection.

Using *Cr labelling and *H TdR uptake, we studied the adhesons of human periphera blood NK cells
(PBNK) and human N K cell line—N K92 to porcine aortic endothelia cells (PAEC) and human umbilical vein
endothdia cells (HUV EC). The resultsindicated that the adheson ratioesof N K92 and PBN K to PA EC were
markedly higher than those to HUV EC. The adheson ratioes of PBN K showed that the hTN F-dose depen-
dent increase ater PAEC/ HUV EC were pretreated with hTNFa . The increases in adheson ratioes of N K92/
PBN K prestimulated with hIFNY to PA EC were dgnificantly higher than those to HUV EC. Blocking with an-
ti-CD11a mAb could differentialy inhibit the adheson of PBNK to resting and TNFa gimulated PAEC. The
results suggested that N K cellsplay an important role in the cell mediated xenograft rejection, L FA-1 have the
adherent activities across gecies and proinflammatory cytokines rh TN Fat and could & 9 activate PACE and HU-
VAE cdls and exacerbate the exnograft rejection.
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