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FMwmLER Apoptosis and Allograft Rejection in the Absence of CD8+ T cells.
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[EAS S OIMHIC BT B A = AL, &) blT cytotoxic T 1) ¥/ SBROLEMEICHE L i, KAEROSRHMOD 2
LIATHDH, 199841, Ty MNBBEEFTVERWT, i 7R -2 212, CD8T THIRSTLETRW L#E S
NTWw3d00, FBHEEFVICBVLTIEBEL2IcINTw AV, REROHKIE, Jv MFBEEFVEHWT, CD8™
THBOFEETOLET, 777 MIKERIEL TR~V APRIZOPEI D, ZOAAZAXLEHEATEH0
Thb,
<HE>

Lewis #5 W3 DA 7 v b % FF—& LT, Lewis 7 v bNIFIBBHEZ T L, N syngeneic & allogeneic DHE
TN AR L7, Syngeneic €7V CTIIIEMBISAHE Z 63, allogeneic E 7V id, #iltk 9 —12H B IS MWIEMEUIGA
RRZAMAEGDLETH D, CD8Y THIMIEFLET OARZIERT %720, allogeneic 7 VI2iE, OX-8F /7 1 —FLHifk
(HL7 v b CDSHUR) % FFRIHO/MH L /A IEBENRS L, CD8T THilsa LY ¥y b - 7y b LlRETLET L
EBML7, TREEF3 7V — T2 AWT, Mg, TFEVFEOFELRMEL T, A7 =X L0@HERRT:,
HER>

BIEROIE 7 7 7 b OEMRIILE 78— A1k, H & E %, TUNEL 3¢, RIfLIEE T~V L7z annexin V in
vivo A A= VTR Z A, allogeneic EF VD CD8T THIMOBFELET, IFFEETOWMGT TIZIZR LNV THES L
7o TOZ LI, CD8T THIMAEAMRE « 748 b=V AMATR VI LERL TV, ZRTIE, DX 2K
I CHRUE » 7 b — Y ANHEESND D2 EFL 72012, molecular level 12 THE 72, Granule-exocytosis path-
way ® granzyme B & FasL (33FMRIEDFE 2 o 72 allogeneic DTS D 7V — F 2 TEE S, CD8' Tl t0RE)
VISERBE NS ONTFTOMBIELEZ SN, TR - A% EL caspase cascade DIEMEIL S IEMRIG OB Z - 72
allogeneic ® 7V — 7 CEEIE N, ZN 0 DIEMIFO R D TIE, caspase-3, -8, -9, IHTFEL NV THEICHEHLS
TV 7z, Caspase-8, -9id initiator caspases TH Y, NN death receptor pathway & mitochondrial pathway % 4i-
LT, PRV ARFET L, o T, EHFIL DK caspase cascade 13, B—D pathway T7 { #E D signaling
pathway 2 - L7zFUBTaH ), CD8™ T MOFAE, FEFEICHRE CHEMEshTwan, CDST THilsizZhb o
FIBCIETIE R {, 20D effector HIBOGFIEATRE I NS,
<>

INLOMERIE, Ty NIFBME TV T CDST THIBROIFAETIZB W TIE, granzyme B, FasL % caspase cascade
EHALIC L 2B VT TR =D ARHEMPUC 2RI ¥ 2 EPHESL Z L ZRL T 5,
<EE>
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CD8" T MfELISL D effector Mz & L Tid, CD4"T Mg NKMifis% ¥ 4H 1 F5N 5%, ThETOF—5 55 NKH
Fa %% < 727 MFCRE L TE D, NKfaoSHE#OR~OBS 2 R H#ESE 5,

WX EBEEORBRRONDEE

IBEFBREA DIEMIE D A 1 = X 5, & 0 bl cytotoxic THEBOLERICEL Tk, KRBERORWODHLLIAHTH
b, REBROBHWIE, v MNFBEEFVEHWT, CD8T THMROFEFETOL L, 797 MRHEMRIIEL 7R b —
VADRIDDONFE) I, FDANZALBETLIOTH B,

H & E %, TUNEL %2, annexin-V in vivo image [Z TN & 25, CD8Y THIBOGFLE - IEFETOm L T,
B 7 7 b DML & 7 b — ¥ ZRIZFE LV TEE &Nz, RNA level Tid, CD8" THIlEOHEIZ» DL
¥, Granule-exocytosis pathway @ granzyme B & FasL %%, fE#t27V — 7|2 TBIE S 172, caspase cascade (caspase-3,
-8, -9) OEMALD, CDS'T MM O IR CHM IV — 7 TIRIZFA%E L VBl M7z, Caspase-8, -913, %
N# N death receptor pathway & mitochondrial pathway # /LT, 78 =T A2 FET 5, - T, HESKICHFOT
AR b=V Ald, B—0O pathway TR HEEOV 7 FVENLERETH Y, CDST T HMlLOFEIZBEERZ < EHEEhT
Wa 7z, CD8Y THIRIXZ NS DORIGICILETIZ R, FOMD effector MBLOFAEITRE S D,

P Eomigeix, kO SEERIINC BT 2 REBLMRE /2200 7P VEZEORBICER L, BEBMEROH 7
RRFEIHFREICFS T2 L 2H0% v, L25o T, KmidiEt (B¥) OFmIe LTifEd s b0 RBH5, %
B, RFLEZGHFEE R, PRIFE S B8HEHMORIAF L TR L RN Z 2, G LBOONLbDTHL,
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