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Natural killer cells play role in MHC class I i vivo
induction in tumor cells that are MHC negative iz vitro

(AW BT 5 NK fifs o EEM E o MHC class T DFEIRFE/EH)
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NK #HAEIX MHC class I HiR 2L LT ‘missing self’ ODIEEBHREZEHRL. BRAR
BRIZBWTEERKE ZRE-THBOOE S>THSB, LHL, IFENK AL MIC class I
53F (Ly49D, Ly49H) °FEMHC class I 53F (NKG2D) % FELL MRS %8R+ 5 = L 2iHR
HENTEY NKHIEOMIETREA I = X LIV OPEETI LN FREREND, £z,

NK #MEfaIL IL-2 IC K> CTIERHEEENTE Y, Eb S OHREERERE I 528,
IL-2 iX in vivo B XU in vitro T NK #BARIZ IFNyOEAZFHFE L, HIEENE L RET
5ZEHbBEINTVWS, IFNyOHIEBEHROVE DIZiXEEHE LI MHC class 1%
FHEL, CTL L2 EERENLRRG2FRIEZEARD S, X > TAHFF Tid MIC class
I AR LTVD R DRERMEDIEVBI6 A T ) —<v MBI L2 #ET2EA L TREE
BFRIEETVEER L. ‘missing self ' DIREEIZH B B16 12035 NK MBIE DR E %
BAENMZT DDLU TOEREITo T,

[(FikLRER]

RUADAZ ) —<HfRTHDBI6 H-2") IZ IL-2B’I=TFEHEAL, BREFREICLY
IL2EA7u—VaER L, BENSOO IL-2 OEAITELISAEIC L - THEE LT,

IL-2 I K BEBEBIRE in vivo TRENT 578, RRHO C6TBL/6 w7 X (H-2") IZ
mock BT HARE (B16/mock) AW IL-2 B FHAR (B16/IL-2) 2K 1X10°EK T
AL, EERERE LT, B16/IL-2 i3 B16/mock {2 ~HEFEEEIEL . T BBIZBWT
JEEEMNRKERD, 33 A BICIIESBBICE-T-,

WIZAEENIZRIT 3 EERE D MIC class I (H-2D'/H-2K") ORBOFELBRE LI, <
7 AT B16/mock, B16/IL-2 TN EFNEHEME L, EENOKEHIIRERE L CIESHMN % 7
Frifel = A, Bl6/IL-2 TIINEEHIMIZ MHC class I 2358 < B L. B16/mock TR W TH
E4rE) 2 MHC class I OFBBRBBD bviz, #ih, BEENOLHWENS IL-2 12X 2 EEH
BIZXtd4 5 MHC class I DXBFEEHOFELFHER LI L = A, invitro TrL B16/mock,
B16/IL-2 3Ei{Z MHC class I OFBIIBD o7,
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FEFFN~ZIE T2 NK MR L O T ML OBEKR A RET L7 & = 5, B16/IL-2 TiIIEE
I~ NK #8824 A% B16/mock IZH~, #1048 (0.73%—7.6%) LH L. THIKS 2.7
& (7.2%—19.8%) (ZEEHEIHEM U, T/ IL-2 12X 3 NK MISOTEM{L % CD69 DI
ZEFEL L TR L E 25, BI6/IL-2 (B L7z NK #BIED 62. 4% CD69 ZREL .
B16/mock (41.7%) IZHA~ KD Z < OMRRIZERILR A LN,

NK #BRE D IFN—yDFEH % real-time PCR#EZ AV T nRNA LRV CTORBE BRI LI L =
A, BL6/IL-2 BEIZ B W THEIZ IFN—yD nRNA DRI A 4 & iz,

in vivo TP MHC class I DFEHIT NK MBI & L TW AR5 7-®, anti-asialo
GM1 Hufk % RV T NK MR % B2 U RESEHIRE b oD MHC class 1 DRI % #EHTF L 7=, B16/mock
- TiXanti-asialo GM1 AAFRIZ X > TESAIIZZEIR LTV /= MHC class [ 13i¥% L. B16/IL-2
ZBWTH MHC class I OFEBROBO B AN, F/-. NK MRS THEICS 2 28
BB 572, Bl6/mock, B16/IL-2 FHET NK MM 2= L, EENICEELTWS T 4
ROBEEZRE LIzL 25, Bl6/mock TiX T IS DR EKICE(LB A LN - T=DICxt
L. B16/IL-2 TIXMEEA~D T M OBEE OB B L bk,

[Z£]

IEERATL VEAIND IL-2 I3EEAN~D NK fla0B B s mE e, EEbksLO,
IFN2yDEAZFHIES, I5ICIL-2 BEFEEASI BI6 Tk in vivo lCBWTHE
PABAQIZHEV Y MHC class I OFENEBD NIz, F/-. T D MIC class I DRBIL IL-2 D
EEOERTIRRNWI LT invitro DR THIEE NI, ZDZ & XY IL-2 1% NK #ia %1%
L., FENICHEREDREZEEL TCWA L NFREIE,

£ Z T, NK #BBRAS invivo TMHC class I DRBUCEHS L TV AMRE R {Tom & 2 5,
anti-asialo GM1 Hif& % AV T NK #f8 % B3 L7~ B16/mock TIX MHC class I DREBMN=SL
IZHS L, B16/IL-2 IZIBV VT H MHC class I DRBBEOBOB LBz, TOBEOVE D
{Z B16/mock (RIAHER) TiX NK MIARERD IFN-yiZ X > T MHC class | S5 EIh 5 =
LBEZDONDHN, IL-2 BETFHRTTNVTIRIL-2 12 & » TEML & NK A3
HUMTHIEFEREIC MHCclass | # M X BEBSEET I LT ENT, T/,
JEFEAN D NK MARIX CTL 2 EM L& L OBEN ENTWVWAZ L LD, MK fMiaxkrEL
TEHEERNO T MROEEEERELZE 25, Bl6é/mock TIXE(LR AR oT=DIzH L,
B16/IL-2 TIXAEEAN TO THIBEOBA B A LN, 2D & XV, NK MBI &
b2, THIROBHEKZEMEES L 5 RPENRH D LALLM T,

PLEX Y, NK HBRIX in vivo IZBWT ‘missing self’ WL LT, MR
BIZBWTIEE 288 T2 DICHER MIC class | HF 3 EEICHHET S - L THARE
LEFRBEOBELETo>TND I ENFFETTRREIN, IL-212 X A RERIE~DR A
VI B,
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Natural killer cells play role in MHC class I in vivo
induction in tumor cells that are MHC negative i vitro

(BEAHERNIZBIT 5 NK Mo EEM o MHC class I ORBFEEH)

FREEHE L BEOEEICHBITS NK filBORTRENC DOV THRET L, NK
FARBEE T B IFNyIZ L D FEE O MHC class I 2 F DB invivo THE X N,
Z DR CD3 BE T #ifIC & S IEE OIEMITE Z 5 AW = XL EFE L /2. C57
BL/6 XU AHRA T J —<HIfIE TDH % B16 13 in vitro IZB VT MHC class I
ZRBL TWRWVD, in vivo IZBWTIEMHC class | OREBENFEIND Z &
Z/RLUTz. B16 IT IL-2 BEFEHEAL IL2 2EATILOICR-BETHE
ARIRIERZIERR L CNZE D XICBHET 5 &8 Mock B FEAKRICHE L
THEEZINPLT<AD, in vivo IZBWVWTEDIE< MHC class | ZRETH LD
KiddZ %Rz, £oo IN5D in vivo IZBF S MHC class 1 H &, J&E
BN NK #fZRE, IFNyEEA, CD3 BB T #IfEE OBEE 28t L H1 NK #if
HETH D770 GML FilAR 5D 52 2 BRI L. 7710 GML #
HIZ&D NK fileoBEMNEMAMEALL. CD3 B T Mg 0EENZREE
DU, FEED MHC class 1 FEBRBERIRNHER L, 2O EED, IL2 Tk
o> CEME, BEXN/- NK Mg IFNyEL 2 U CHEE O MHC class 1 HIH
ZEEL . X-BEENICCDIGHETHREZEHIE2@X 25, Z0ORE CD3
i T MIfIC K 2 BB OEREFE TS8R,

RERE, FEONFILESLVEFMEOSERYHRIC L2 EBENOBRZ
., F5-T HBEOERLORS,. BETFEANBEEMARICSZ 2%, T #
JOBEREICEEGE T FHRIIOVWTEMAD > /=, ROWTEIED LH#E
L0770 GMI FikHREICK D EBERE OB 2RI MR, 5O MHC
class I 33 IZBI 59 % NK AL OMIBAEE D RTREHZ IZ DWW TER N D - /=,
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SHITRBEOENEFTBRIVBEBEMROA N XA, T MEEEOER. 7
70 GMI1 Bt CD8 BBtk T Ml DB E D RIBEHZFICOWTHMN S - /=, &
BICSHOBMEN SERERICBITS T MEOLERZICDOWTERN S >
o WTNOEBIIHL TS, FEFIIHBOT—IVHET HHXMERE
Z5IAL, WOEBHBUREEZL .

Z DFXIIEE D MHC class | OFBBRAT 2B L THEBREIRZEICBWT
NK MV ERGERDSEBBEBEROBELEVWSEELRBEZRLTVWS
ZEERRTHIRATHESHEEN, FIESREOREB/RER. SBROFMNE
DEFFHNEROBRICEMT 2 2 L0Wi/FI N5,

FER—FIIINSORREBSFHML. KRERIBEICB T DUECREGH
MiREEZLHFRHEFEENEL (B OFEMEZTIDORTLLBEKREET S
HDEHETL Tz,
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