
1814 Meeting Abstracts 

x IO4 (T47D) and 1.9 x 105 (-231) per 
CX?ll. Ratios bkween binaing at ths 
cellular swzface andintxacellularbinding 
werebetweenl :2andl :3exceptfor 
SKdJV-3 which&dbitedshnilsrbidingfor 
bothlocations. Dmn regllationwasfcurd 
fcrallcelllines with bstween 2onMard 
100 nM of Exz. lIlecunb~datasug9est 

Em lmdulaw proliferatical 
gkcolaJica1 carcincmacellsby affectg 
itsownrecqkm. 

nlstituteofNuclearMsdicine,GermanCsncer 
ResanA Center, Heidelberg, FAG. 

Tk axrelati~ betwenx-hlterfm 
(IFN) treatmsilt, slxmpthility to 
nal-adsptive and adaptivehunitysd 
metastatic spread was evaluated in the B16 
melanmasystem. nzea~tofBl6withm 
EIbrogated lyssbility by NK cells ad 
macrophages and IIMz&aic capxcity Nws 
increased (by 5 to 10 foldthemmlbwof 
1W IKdUleS). ontheotherhsna, 
IEN-induced enhancement of MK! antigen 
e.xpessicmresultedinbothsn~ 
suxqtibility tawards cytotodc T cells srd 
an enhancd qtotoxicpotentialofT-cells 
suted bym-treated B16. This was 
reflected in a sigificant reductim of 
mtastatic IIoAlles and prol~t.iW of 
survival tim? of nlice rLmmnized with 
IEwtreaM BI6 cells, lregadless of whetkr 
theywere challenged with treatedac 
untreatd cells. Thus, lossof NKcell-snd 
nxxmqhage-susceptibilityof IEWtreatdBl6 
ledtoi.ncJmsedmstas~izingca~ity,but 
m-mtmsnt in alnbination 
imnLlrdzatim significantly redzz 
mstastdic spresd, pointingtoadanhnce 
of tkTosl.leffect. 


