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I, &K

=

BRI BB O AMENESHFEPH AR L TS FRIEZ I Lo &

AL

W)

U 7= R AR SRR TR TV D, ZHHOIoERLE LTid~A 71
Y= = U —H OB IEIREDO B R E LWRENET 552, FEEAS
FHAE TSR L D bWV o2 5 D, BRREMASENLEEND, L LIRS A S
ZRALZD L DIIREMASIN TN RNE ZAREL | HEAEMBBAICB WO TIEAH
WS LT RERE N RIS TV DT ZNENOMBZ OV TORMBRLETH D,
FRCHEEFRIE 2 E TS 22 2 K720k s L CRliish T & o, B8,
S CIRERIR b BAST U 0~ FoME M E KRR I L C R E RS B AT 23T T
BY, BYMICBHRREREZEL TS, LHELZEOHFTY graft failure XA ST
BY., BHEEOMERA LA RAFFFOHGE A MLV ARNRK E T 5HETH DO
O, FEMESOSITE K Lz b D137, A RIRA IR BAEEE O E R OV T, P
AR R LA HREA L AZERA LT T v b TIREIREE SRR E T V&2 VT
R AR B 1T DIEMEEOS OB, B OED A N =X LN EMEE LT,

L FEEEE L LT minor mismatch O BRI & % Fisher344 & Lewis D7 v b [AlfE
TR, BEOEREE LT Lewis 7 v FRIED T > F FIRFIRBIEZIT o7, Z
D ORI U CHEMER R O FEARE & L CHUE A OFRRIF) 72 apoptosis DFEBLE it
%72 TUNEL {53 L NGB E 1 BMEEIC X 2 EM0E B AE i 21T - 72, &6
|2 apoptosis DFEREE & LT caspase-3 DU fHAkFAIYL AL, B LN Laser Captured
Microdissection {12 X U #UE i 2 i ., quantitative real-time PCR 412 C caspase-3 @
B TFRB AT Lz, EEEONICEE T2 & STV % HSP70, HSP60 (Z-DWY
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THRIERIRA P Y BB TR RTE A b 2 it L7z,

fE R [FIFERAERE(C IV TR 7 B B ICA EIZ TUNEL Bt/ o B3N 23588 & 41
T2 ETIN 12 B BICITEFBBE T ICHCE Mg OZIRME R0 v, [FFEBALRE
(ZH VN THRERERY 72 8B G D apoptosis HAN 4 G872, Caspase-3 I [FIFEBAEREIZ IS0
THT% 7 B BIZBEMER O TR HALT203, caspase-3 Dl fn 1 L ~/LIZ I Tl
% 7 B B LAREJD LT/, HSP70, HSP60 (DWW CIXAIFE, [FRBAMHREEIC AR
AT O b n o7,

ZBE  ZE CHUEMER RIS EEICSE DAL ERE RS A 2 S E STk
2o LD UARFIEIC & 0 #E#0A%k © BT ECE ML apoptosis DHMNAFED B 5
LD, BAEEDR D BRI THEERISPEE TWnWH EEZXOBND, ZNHDK
JlZIE caspase-3 MG L TH Y BET L-UUZBWTIE L 0 RO BERE T L X
TWAAREMEDSRIE E D, LAL HSP70, HSP60 DEINNNFESD HALRNT Lk
e O X 9 72 PURFE RHIIEIZ X D cross-presentation /3 & TV DO TIZRWEE
RO AVERE Ak D FFERME DT O BTz,

fham AR MRBREICE O THOE I C LIRSS & TV D 2 & B3R

ICE DD TRE S, FORIRICIE caspase-3 4 LIZREAEE LT3, X

SITHESUS D A 1 = XN EfRHT 5 Z LI X0 RS ECE R, FREEAEHRS

FEF D72 DRI~ D L EZ D,



JRAELPH O FE AR R . G S A7 ISR LT 1962 LR, ~ A 7 mdh—D =
U—DHRE LWEMTHEIC L0 | WA SEESHBARIC Lo &R FREL > T
7z, L LENDLOFETY donor B OEHESCEER LOMBER L Z N2 &b,
2005 47 F > A TS TR T BEIR O [ PH R BT 69 2 ek [R) R R A 03 T
Divlc, LR F CRITEER BN T OB £ TIZ 23 flomE N2 I Tn
5V, ZNEOEINE~A 7 ah =V U —OFEMTEL S5 Z LN, R
EALAREAE 53 B2 351 T 2 S MR IR WAL DESIZ LD b OB KR E VY,
N> LA O S2E igids & #2720 [FAIFEE SRR Tl 2= OMRE FRFEHARNREE L.
L = L ICRIERIER B2 T D Z ERE T b5, S0ITE, FfEA =X
AZDHDIZOWTIRTEEA S TDRNENEZNE NS ORBLIRTH 5,

BUED & 2 A MRS IB R % O R RGE 2 LI, @ R —HUR~OREfFEHUR
([Z R 0BG PN Z 2 BAMIEE, OB ISE Lic= 7 = 7 # —T fiflaht
HRIZE Y, BE%ER% LV FE SN L 2MER, E-ORMICh 2B Ot
HEROMIHE(LIC K DB MEIEMIC T DD, FRCBMMIZEICBIT =7 =7 ¥ —T
oD A T =X LK 1R T K912, FP—dRObuURERRMnc L 2 E R R, b
v NESRPURIR IS R —_T7F RER D AT Z &2 X D MERR BT
DI, kSN D Z LT T MR b s BN Z D, AL 72 T ML R —HMifeic
KU CHURGERRZ 1TV, MRSt 7 L 225 D IARIEMOS 2 5| S 23 2 L 23 iF -

TWno,



ZDEIRAT=ZALNPRAS N TV DHET, RIS A V=X LN HE D E S
TV R O — D2 BAFTHRE MR AN 56 Do CEERRIZIE T IR ER 22 AR T
JE R 23 50 [ e kA T DAL, A3 7 < BAEIIR N & DR TOHALF L TV ST
H5h, FTHEMBICEZEZ LIS WS LTHZRETR<HMLNTE 2, £DT
OWFFNTIE 1 AL S RIS | JAHFLTH O B R 02 T B EE (26 L C [RIFE KB Ak
BB THONTEY | K ORI @E Sh TERRIBRIEDO—o2E ST
N5 IO L EFL S A D HITIE graft failure ICHED H O BERENTHEY .
K e LTIk graft ZEET 2850 R U U o 7 ROBAT B0 HIA LRI /e & Oyt
A R L RIZE D D7, £z graft Z BT DBOHHE L OWWHIC L D A b LRI
L5 H0NORRF LN TS, Graft failure ([ZHHESE 2B G- LTV D Z & DURIE
ENTVDEHODY, ZhE THE OIS IC OV TRET L T3S 1T 720,
Arlal, BT B LR ek ChH 2 00, b LEI THIUXED K S
IRAT) = XL THE DN BRI TN D D E T 5~ WFFEEHE 2 & T, £ DG
X217 Lic, ABFEAITH 2 & ¢, REEBME, L CXFEREE GO E 722

DRMLZERENZES bDEEZD,



m-1, 1

KB Rk oD HE AR B

1. WFFEEH

OB AR TR RS A B Z 0 I W L T BTV A, Langer & ' T » h Dk
BAEiE 2, BfimZZOEEICRFED T v MEEBICBE L 72T 7 V& AW EE RS
WP Z RN EBNTWN D, FAUEZ OPIEIRCE ORERHEIC OV THBRE 21T > 72,
BTV E UTUIHEITR L CEEMEBA L ARDPNL T EHICHEA FL A%
BroM 42 HINC. 7 v b ARG SHEBMETT L2 AV,

eSS ORI IE, (O, TFiE. B O [FIFERAE 53 27 1235V T apoptosis 23 A
FORIZB G LThd eESh iy PV HEifkic s ChbRETH D B2
HiLb, & Z CRMEESHEMERBEIZI T 2 BRBEE#CE O apoptosis DA MEZ faFtd 2
728, JHRESAFEA % & L C Hematoxylin-Eosin (HE)Y:(a |2 L W BlE L7-, £7-
apoptosis DR 21X DNA DO Wi % #% 17~ % Terminal deoxynucleotidyl transferase dUTP
nick and labeling (TUNEL)% % V7=, Z #Ui% DNA $553 f##) (nicks) D 3°-OH K ¥l TdT
DOEEFESIC LD dUTP ks s Z & TSNS P, E51T 2009 4£0 The
Nomenclature Committee on Cell Death (NCCD)IZ & 2 43 3HIZ35 T, apoptosis D2,
T I3 4289 (DNA laddering 72 £ 0 DNA DOWrZL) 72FERH O 1F )M HE I A
RELDFEH ZHE L LTE Y 9 FHiRAE 1 P H 8 (Transmission Emission

Microscopy; TEM)Z & 2 8IS EFR 722 W 21T > 72,



2, WFRFIE
EREBYE L O ERE

FERENY)E PRIX. Guide for the Care and Use of Laboratory Animals (National Research
Council, revised in 1996)IZ7E > TITD4L, FIZABIIEIZI T 2 B EERGTHENL, BLK
FRFPRE LRI ER Y EBREE I L VAR SN GKRE S 2011 EH)-83)

FEEREN & LTI, R 280-380g DA A Lewis(LEW)(RT-1)F ~ k99 JE, L
{AFE 240-320g O 4 A Fisher344(F344)RT-1"")7 v b 32 L&A L7z, Z D 2 RHtiE.
MHC $HiiiE—E3 %25, minor FURIIAR—HTH L, ZNHDT v MEE HIT SPF
Fy FTC, BARZZT )L — X OWEEA LT,

FERREITIR D 2 BEC A3 1 TRt 21T o 72, Allo group : [RIFEREAERE & L T Fisher344
7 v FOH T Z LEW 7 v s ~O R £21T O [FITERAERE (Fisher344 to Lewis :
FL) BX W, Iso group : #REEL L CLEW 7 v O FEEEBID LEW 7 v h~®D
BT 21T 9 SR B HERE(Lewis to Lewis : LL) & L7z, TN ENOREICHOWT, B
R OFIEF% 30 43 (350 H) . B Oi#E  (postoperative days ;PODs) 5 1, 3. 7.
12, 18 HEIZY > F A ZEEL L=, (n=5each), &I FHKEI COBIEIHMICH

MR 12 B BIZHNC 7 v 28 L7z (0=2),

BHEFE
7 v N FEBHETFEICE LTI, WS OD2OFET LOWMERH D | ABFEIZIBNT
I Press & VR LIZEHEE T LA TRE L, Lee © N2 X 5T v MAME
EET N L F—OFHICTIT o 72, BREMISACRERS 2 VT EFHEER » 7 28

8



T 5%A Y TNTATTHEALLE, @G~ A7 20 2%A Y 70T AT THERT IR
Br& U TAT o 7o, PrAAlRS L OWUEEFNIAE I L7z o 7o, KREREBUTAL 1/3 12T donor
F L recipient O TR A1, KREREIERR - 225 #R8 1T graft TIX A MADITALIZ T,
F 7 recipient [ TN THEWT L7z, 2 OBR, &SR 1ER L OBRW BRI 2% U R
A Y ERFEG Lz, KIREIZZATES Y —IZTHERr L7t graft 1348
H—BIZ0H ACIZ TBAERF £ TRAF L7z, Graft BAEILE T REREIZ 18 =Y D1

WEHEBENET & L TRESITV, IRICKEEWNERFEZ 5-0 A 1 > ThES LML W)

HOTHEE Lz, TO%RKIREFRIR - #RRIZ L 10-0 F 1 & S TRAMER T 1T i
W& Z1T o7, KIREEHIR) &% graft ~OFERP T2 THDH I L 2R LT-1%E,
B % R IC WS U RBRAEEZ 5-0 - = 12T, %7 inguinal fat pad 35 X OVZ
% 60 FA u N THEA LTz, EROY 22—~ BIOWHTEEEZX 3 2R T, i
BB T~ D B EAT A LD, graft ZRINE TT T 2 F v 7 ait v b a2
L7 iFRI3EE 7 — 12 L L EEFSOE B & LI R vicK 400ml 7 & F

7/ 7= 200mg &R S EEREE L LT,

Yo TR
AR 2L < R 0 By 1L 30 7. 120 18 HEIZA Y T AT AT K2 BH I T
(ZBAM L 7=t BN KBRS~ AT VLV AD T =T VEFAL 4%/ XT RV LT
VT B RREEHRIZ T 60 73l O RS IRBIREE 21T > 2%, BB 2RI L 72, FERIZ
negative control & L CEAEINTZ1T > TV 72V Lewis 7 v b b 2 H B OKR T 7 LR
W zAT > 72 (n=5) o BREX L 72 R B ET I L RIRR M C 24 g IRIRENE 21T > 721% 10%
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EDTA (ZiRi&, 4°CFIZT 3 B DMK ZAT > 7=, DK TR L TR
FHENZOWr L, =i N7 7 ¢ o L, MR L OISR bR RIS
M Uiz, 76 BEMEEBIZE B A0IE, [RIERIC 28 I T I [RIFR AR T 2 B, BAAR
HE 2G5 OT 720 K D IR E 2 fFAL L 15 3/ A AT TERMICIETEZHI v 72 L,

4% /3T RNV AT VT b RERER~RIE LTz, 7225 5 % negative control & L T

FEZ4T > TV Lewis 7 » b RIFRIZECE O 2L L 72 (n=2),

RELER 2 ) 77 ¥

NI T4 B SN TAE I 78 P—AIZT3um ODESITHY)L,
ENEFN 2T O>DOT LT — K Z{EAK L hematoxylin-eosin(HE) 4% 4 2 1T > 7=,
Hotokebuchi 5 (2 X % & minor-mismatch ®PBIFRIZ & 2 RIFESEREC I Tl 4 3B
FCTIHREBOMELELEZRO TRV LD, R HEE D% P (degeneration
architecture), ZIEMHINNIR T (cellular infiltration), %D IE#E# (condense nuclei)?® 3 .
ZEMEAEYEL L, SMEE 241K > THE T L RT— h ECENETNOFT AN HER T
b DOOFHEL T T b UTe, F 7RI 72808 g O a2k, Mo REB £ 4
(T, AL TIE, BAEARIZOWTRRBARRE & RIFE A RE C ORRIFRIHLRR 7 HI 2

b % WRAE L7z,

TUNEL
Apoptosis & Z L 7 #E ML O A fE 2 R RFAIZ R 3 5 72 O . TUNEL {E 41T - 72,
TUNEL %4121 In Situ Cell Death Detection Kit, AP (1684809; Roche Diagnostics GmbH)

10



EHWE, 9. AT 70 a#EY, 278 b—AICT3um THY LU %
AW, F L THART 7 0 2TV, =& ) —/VIZIRIE LR RKIZ TRARF 21T -
72 & D1% Proteinase K (S3020; DakoCytomation, Inc.) % 37CDA > F 2 _X—F —F
T IS MBS SED Z 22XV Rv~ U 2 X 5 cross-link DK #2417 - 7=,
PBS I[CTHEVE L7212, HOHMLUOFPHEL THB W =¥ v NANO TUNEL KGR (TdT B%
VAL 5 p HEERRIATR 45u) ZIRINL 37°CDA % 2 _X—H — T2 T 60 43RG &
iz, 2T LV U S 4172 DNA @ 3°-OH Kl I S 15, & B ITEE % S 4172 DNA
TR 43 F % SR B TS CBLES T B2, F v M o R— 2 — AP IR & TR
ML, 37CA > F 2 _"—F =TT 60 FrfE UG S, PBS (2T L721%. Fast Red
(11496549001; Roche Diagnostics GmbH) % ¥/l L= IZ CTHIE, 10 oMY Lz, %t
et & LT bR ) VIREEITo 7206 BIEEE 2412 1 0 B MEE T (x200)
([ZFB T 1 HEFH O TUNEL [thfliin 2 2 7 o b LGSR (G MMin/ 28es M) %
K7z, F7z positive control (Z1E TUNEL SUNEIRNATIZ DNase 1 Z AN L 37°CA
F o _X—F—FT 10 MG S 728 D% U, negative control (213 TUNEL Sk

D TAT BRI AWM L2 WS O &2 W T To 7=,

Transmission Electron Microscopy (TEM)

TSI AE 191 apoptosis AR Z I3 572, apoptosis 2L E TWDH EE X B
LB 12 B H, BRLOBHEEBIED KA TV Lewis 7 > N OFEEIZ-D
VY Cag i Al EE - BRI B (Transmission Electron Microscopy; TEM)IZ CEIZE 21T -7, W
YIVATHGED T & < AR THMITHID L2k E &2, 4%/ ST BV LT LT e R

11



TEHRIZ AL, 4CT—IRIZIEIRE STz, D% 0.1M 2 VVERFERTK (cacodylate
buffer; CB) (2 CEEIBEH L, 2-3 H EDTA IZ X DMK EAT o7z, FITIOHNBAD L9
7227 & ZATCBICL WA LTc#.2.5%7 V2 —/L 7 LT & R(glutaraldehyde;
GANZ T 4C T2 fHEE, D% 1%MUEELA A I T L (0s04)IZ T 4°C T 2 Frfl i
W7o, AEKTHE LR, 1%EEY 7 IS THIRT 50 0RR Sk, =&/
— TR ZITV, TR BRI TR LTz, £ D% YY) T 2 1Rk Ut ss
THERR L7t HHEIEIR Z1ER. 2%EFE Y 7 R T 8 43, $hP ik T 4 G
L. ZAE S (H-7600; BR)BSIANA T 27 7 4 —IVT 4 7)) ITTRIE LT,

YU TR E 1 4. BIEE 1 A0 2R/ 2LV BRERERREHE 21T - 72,

W R EHIRAT
TRTORYET — 213, PEMEEAEYER 2 & LR L7z, TUNEL BfERIZONT
I% two-way repeated measures ANOVA ZH:H L, ZEH# & LT Tukey @ HSD E &
1To72, FEHTIZIZ IMP® 10 (SAS Institute Inc., Cary, NC, USA)Z{# ] L7, p &A% 0.05

KDY 6. MatFHICAR & Lz,

3. WFFEHER
7 v b THEBHE

TR R IEAERE 34 B, [FITERAREE 36 B OEFE 70 BlATHOI, 45 30 ] 2 fHik
TR, PR ESERY . LCM SR L, RIAERSAERE 2 fl 2 B BApdE, 45 2 B9

Z PCR WMAEFEBRICH -, 2 ha—L b U THERIEEZ T TV Lewis 7 v

12



FoVEE AW, 777 hOEMIEIT 94324.85 3 TH o7z, WiIBELIIV- &
WROD LR oTo, £lo, B LT XTOT v MIOWTE, ERHEFIcaR
ARRVEIE T & W ole, 2FREOE(L BEbE 2 ITRO N7, £
Yo TRBUCEE L TR 12 B £ T, FROMRITHFSATRY ., FEBAHE
B 18 HEIZBWTHEORAZERH L DD, TRIMEIZHOTNIFRO BT

Wiz,

RELR 2 O BR =

Iso group ([FISRREAERE ; xFHEL) W LD A iz T8 BfiE O ek, &
FEFT R, MO ZEMEIIRED brinodz, itk 0 A, itk 18 H# o HE M5 2%
BRI S tat 7 R

Allo group (RIFERAERE ; FBAE) BIFI#E IZ DWW TITIN®E 18 HHIZBWTHH L
DR T DAL ZRD 72 o Te, T[RRI RIEMEMIE ORE & 58D b oo Tz,
firtg 18 H BIZR W CTERIEO —H THCE M g/ LTk, Zu~vF O
i 2358 8 B 41, nuclear condensation % %ttt AT LA GO 7=, itk 0 B, itk 18 H%

@ HE fif 5B 2 X 5 £IZ8ErnT b, £ EOREREFE 1 1T,

TUNEL

[FISRBAEREIC IV T, 2 0 BT 1 fEF. TUNEL [P O33R 5
iz, Loy LB IS TUNEL FRHEARRRSEE & 20N 2 2 L idlenoTe,
[FIFRARREIC IV T, 152 0 H BICIZRREAERE & [RIERIZ 2508 0 TUNEL FGtf e
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RO BTN, itk 7 B B3R ICEHMEMIOEEINAH Y | i 18 H BIZi3H

L/’/

i)
2 HE OHCE MM IZF\ T TUNEL Btk % R Ui, AR [AIFEBHEREIC BT D14 0 B
18 HH® TUNEL et G EHZ X 6 ([T 5, 2 BINRBIFT O 1 5 (x200)2%
F AR E LT O TUNEL Bt 0EIE (%) % M 7 12Rd, Rk, R
(2Tt 0 A5 3 B BT TREFRFDOBMER T o 7223 IR ITHEIME R 27~ L,
firts 18 H HICBWTHBEIZHIML TWe, £ 7 B B2 6414 18 H BIZ/T T
FIHIM O FRBAERE & i LT, ARICHEMROEMAZE D bz, (% 7 A

p=0.0431, i 12 H p=0.014. 1iif% 18 H p=0.0024)

TEM
TEM I K2 E® KB ORIEL X 8 LI d . $E M IEIEH 1S/ gk
(endoplasmic reticulum; ER)Z23% 2 L TH Y . I/ UK (Golgi body; G)2S BB, BT
KE R EEFFO, £ MAEEIZ 1 endocytosis (2 & 2 SEHIRAEIE 234 B av, AR X v
NIEEEPATONT WD DR D5, FfEEEE 12 A B OCE L Z X 8 451277
7, ER X° Golgi body [FHEHIRT-N TV, I b= KU 7 (mitochondria; M) 8122
TE 5, FEBICLY v~ T 2 ORENRD HIUfE/N L TE Y | nuclear condensation
S g, MEE PSR N S IS i TV D 77, e PH oo 38 g R 221t
[ZIEHFE Y EITRO o T, Ml E RS IER & g LESREI NS 2o
TWLONRBHHND = Enb, [AEBAHTE 12 A B ICIEECE#I2% apoptosis % i

ZLTWAEEZLNS,

14



m-2. 62

B DIEME SR IZ XL 5 apoptosis B

1. e A

AR OWFFERE RN LV TUNEL BRfEfifa o, B X0 TEM 12 X 28EfMiao
apoptosis SR S 72 Z EIZ L0 | HCBHLERIC B\ T b [RITFERARIN 14 AR A L2 4
JEMRRETND EBZHND, 202 EIFBEE TR S Tve, Begfiikicisit
HRPERHEL ITR 2> TS, LML HERATHERD LD L 9 ITH 572 RIEM
B A O ~OREIEED ST, ZOA D =X NFRITLVFHRTHD L F
b B EER, & 2 THX T apoptosis & Z T RGOV TR 21T - 7=,
Caspase DiEMEALIZ apoptosis DEERIBIED —>TH Y 2, caspase-3 (L apoptosis
O FIN BT 5 i b EHER protease TH 5, EF ZeMIEPNIZE VTl procaspase &
WOTEREL & 5 TE Y | apoptosis D 7 TV &S THELD Z & T, procaspase H H DHE
Beoy e, O BHRICALE T 5 initiator caspase (caspase-2,-8,-9,-10 72 )T X 0 iEMAL
S 4L, cleaved b L < I% active caspase & 725, V&AL S 417z caspase-3 7% DNA 45 fiffi%
3% CAD (Caspase Activated DNase) & & & (Z{EMAL L apoptosis Z 2 24 2%, X9
AT LD ITHEITI T D Apoptosis (ZIFAER % 72823 8 U | D FIEIC caspase-3 ML
B, ATk & XS O SRIEIC caspase-3 MBIE L TW D hERa L7,
BRI ISR 72 & in vitro Tl caspase-3 fEME A FFED T 2 ) BR0XTF N & 43R,
BNEEDHZETHNT S ZENAEEPTH L3, AFFED X 5 72 insitu (2B T
IZREETH Y | active caspase3 DFIEGLAIZ LV MO 7 v M X > THRAEL

15



TWDHERDH D D L, KEBRICIW T active caspase3 DfEeais, &
HIZIE mRNA OEEELZHWTHGEE LT, ZALERIET 52 & T, HEKISA D

= X LEHT~D firststep & L7,

2, WG IE
SR RRAL R T i

BE KRR D FEME RS HRR K 1T active caspase-3 3B G- L CW D ) ERETT D728, %
ML Pt ziToTe, £ 2—T 4 V7 AT A RI/ER LT RYIEAR % TUNEL
EERARRIC, 2278 b—AI2T 3um (THEYI LI NT 7 ¢ B L UFAREZTT - 72,
% D% proteinase K Z =HIRIZ T 8 oS &, FLRRE(LE Lic, TD1%,
0.25%casein 33 & OF carrier protein, & (2 15mM sodium azide % & A L 7=, Non-Specific
Staining Blocking Reagent (X0909; DakoCytomation, Inc.)% =12 T 10 43 St & &
% D% Peroxidase Blocking Reagent (bottle 1; K4006; ENVISION+/HRP (horseradish
peroxidase) kit; DakoCytomation, Inc.)% =i (Z T 10 MG S 72, L EO ) D%,
— KPR & LT rabbit polyclonal antibody to anti-active caspase-3 (ab13847; Abcam,
Cambridge, UK)% 1000 {77812 C 4°CHk FIZ 12 B S S 70, ZIRBUERRIG D
728, TBST (2 T¥e# L 7= . HRP-Labeled Dextran-Polymer Conjugated Anti-Rabbit IgG
Reagent (K4002; DakoCytomation, Inc.) % =R (2T 60 53 Sk S W72, R a3 Liquid DAB
(3,3’-diaminobensidine) system (bottle 3a & 3b)IZ THTV, KGR E L TA~v hX T
VYA AT o 1o I TUNEL V£ & [FIRRIC ZHE 5 BIEIS TITW OB EBIMEE T (x200)

1 R 1T D MO F TRDH 7=, F7- negative control & L T—IRIURIE DR

16



IR Z RO T PURR BRI D A TIT 9 b D & i L7z,

Laser Captured Microdissection (LCM)
W AR T P BB R B DI TR 0 | B E R O A AR L, Z v

NI BEREDERREZAT O T EITIFEFICHETH S, £ Z TH A 1E, Laser Captured
Microdissection (LCM)iEZ HWT, /X7 7 ¢ Bl 7 v 7 9 BARE Gk 0O 72 0D B —
I ZAT 72,

DI 7 v h—2A% RNase away CHLEE L RNase frE L7214, 10um DOJE & CTi&Y])
ZATolc, BT 2BEOMEITT X TA— M7 L—T I X DI LB 21TV, RNase
free water ZfFfl L7z, A7 4 K277 A% LCM H PEN-Membrabe 2,0um (11505189;
Leica; MicroDissect GmbH, Herborn)Z{# ] L 7=, PEN A 7 A RIZOX 78] 135 v

— MZTH =L, 43 CORERA LT 6 FFHIE S oS &7z, W77 12 #
RFNTITFERIE DX o L B IO # /) —/L % VY RNase free water & V2,
KFLT=~~ ¥ U o TYufh L 7-1% . RNase free water THEiF L7 U — XU FN

DRI X7, LMD7000 (Leica)x VN, AT A R & F L —% RNase away
TRNase “fRELICHE ATA KT A%y M ETZPCRF =2—7 h L—I{ZiF 1.5u
DPCR F=—7%% v h L. %+ v 71213 RNeasy FFPE kit (73504; QIAGEN GmbH,
Germany)N @ Buffer PKD % 30ul A#l17-, LMD7000 ® 7 12 ks =2 —/LIZHEVY, x6.3 Dfif
FCHUE 8 D I % 9 X C Laser |2 CTHJFR, Buffer 2 A4172 PCR F = — 72U L 7= (4
10), & 5HIZ PCR F = —7(Z1% Buffer PKD # AL CTAE U H D LR ZRIL L7z,

[B1UY L 7=8) 77 1Z RNeasy FFPE kit PN @ proteinase K Z #5/1 L 56°COMEIRME T 15577, &
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512 8O COTHIRIE T 15 S EATV, ZHUCK WV BERROFBIL AT LT e RED 7 1
AV 7 EA LTz, K L= 20000g (2 Tl L7214, EiE~ kit 1 DNase I /&% %
Nz TERIRIZ T 15 3B & DNase 1 225 L7z, Buffer RBC %12 TIEFI,

S OIS ) — &2 T RNA 2, (MROAE T L THEELTZ, £D
# Buffer RPE TPy L 72 . RNase free water & 20ul AJLA B> 4 7 > L total RNA
R L7z, fhif L7 total RNA | NanoDrop D-2000 (NanoDrop Technologies,

Wilmington, DE) CIE FEMERR L 72,

Quantitative real-time PCR (qRT-PCR)

fhiH L 7= total RNA X Primescript RT reagent kit for real-time PCR (RR037A; TaKaRa,
Japan) % I\ TR E G 21TV, complimentary DNA (cDNA) & 1ERK L7z, 217> 72,
WHR B X > TR LIz ¢cDNA 277 L— k& L, SYBR® Premix ExTaq II (Tli
RNaseH Plus) (TaKaRa)% [T, TaKaRa Ex Tag HS.dNTP Mixture, Mg** % & O* SYBR®
Green | Z & eSO AE 251 {2 ROX Dye Il 1ul, 7> 7 L— R 3ul B LT T A ~—
(10uM) 2ul Z A0 % total 50ul & L7z, EFI L7277 A ~—I% caspase-3 B L O A ¥
— B VBT T 5. glyceraldehyde-3-phospate dehydrogenase(GAPDH)(Z %}~ % 5 i
77 A ~—%Hi (5 2), J##E L 727313 Applied Biosystems 7500 Fast Real-Time
PCR System (Applied Biosystems, CA)% VT, #IHIZEM: 95°C 30 70, LARE PCR i
% 95C 57, 60°C 60 FHTT 45 Y1 7 L ZATV, Ftk SRR T 21T > 72, 15
5 HV7= 7 — & 1% Sequence Detection Software version 1.2.3 (Applied Biosystems, CA)% f
WCHRHT LA T — 2 & Ctiia sk, 285 N K0 BUF o RIS CGRIZ 0
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R E B E{T o 72,

Fold change=2""“" ;  AACt=(Ctiarget-Ctapp)-(Cteontroi-CtGappr)

BRSO FEDIIEIIARIC CE— 7 NHE—THH Z L 2R L, IDHIL2% DT Hnm
— A NVNTEZKIKEI L, 0.5u/ml BEOTF VAT o~ RTHRELEE, UV

NI UAALNI RX—H—IZCHER LT,

PCR FRFERBR

RNA Dt % Formalin-Fixed Paraffin-Embedded (FFPE) Y > 7 /Ly 54T 5 4, v
~ U UEERFR, 7 r A Y 7 AR RNA OENME N5 Z & nRasns,
Z DT HFEY 7 LB RNA &l L T caspase-3 DR THINE LW H D%
MREELTz, o7 e LTI, #EEiT-o TV 7 v FORBEE (0=2), B XL OFE
MBI % 3 AR, BLO 12 HA, £FRBMEMRE3I BRRBLIOC 12 HE (2%
on=2) (CEAL., BB X EHERE A A R THID 72 Lc, BRELL 728CE X
ISOGEN(Nippon Gene Co.,Ltd){Z Adv, #& A% F 12 CTHGR LIBIE L7z, 08 L 7o,
12000g (2T 10 pfEliEL LD b, RIGEENL, Z7raflbhbl YT INT a—
NEMZ, TSRS, 12000g 12T 15 4550 L RNA FHZ2HIH Lz, Hhi
L7 RNA MRIZA VY 7N ) — vz, w0 LeDb, B A BRI Uiz, ThEY
% 70% T4 /) —)L TP~ 72D 5 RNase-free water (2 CILBEY) % VA% L total RNA % fil
i L7=, fhiH L 7= total RNA | % NanoDrop D-2000 CTi&EERR L 7=,

Z @ total RNA % Hijuk D 58k = & < Primescript RT reagent kit for real-time PCR {ZC
WiHERE 2170 cDNA Z1ERk. a7 7 L— k& LT quantitative real-time PCR %
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{To7c, 7m0 ha—)UIEETFEER & FERICER 2 IR T 77 4 v —38 LN SYBR® Premix
ExTaq II (Tli RNaseH Plus)D i3 % T H o 7L 1ERL L7=, PCR (21X Applied
Biosystems 7500 Fast Real-Time PCR System % F\>, #JH#IZE4: 95°C 30 ¥, LLFE PCR
Bk % 95°C 5F.60°C 60 T T 45 WA 7 V2 AT B2 (SR h B 04T 21T - 72,

% 54727 — # I Sequence Detection Software version 1.2.3 (Applied Biosystems, CA)%

FWTHIAT LB T — Z I & CtiEz ke, 2722EIC X v kT,

WA FEHIRAT
TRTOPET —Z 1%, FHIEEEERAZ L LT L, active caspase-3 B35 &
W\, caspase-3 BIx B EIZ DUV TIE two-way repeated measures ANOVA Z £ L,
ZEigk L LT Tukey O HSD MR E 1T > 72, fiEHTIZIX IMP® 10 (SAS Institute Inc., Cary,

NC, USA)& M L7z, pfEZ 0.05 KiiiO%E, MatFMIcaRE L L,

3. WFZEMER
o MR AL 7 1k
active caspase-3 [FIFERBAE, [FRBAEEEILICHTE 0 H22 6 3 H E TIRIZFRERD A
faZiR T, FRFEBEEC IV TR 12 H BIZ active caspase-3 ol 75 HY
MLTWsd (K11 A£9), L LT 18 B BIZIXBMEMEs R LTz (K11 £
T)o [FRBAEREZ WD TIEB R ZRITER D v o 1o, BBAEBIFH O active
caspase-3 [GER A X 12 (TR$, FRIFEBAEREC W Tl 7 HH (p=0.0457) ., 72 12
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H B (p=0.0176)IZB W CHEIZHMMNFE D LV D03, itk 18 H BIZIXB MR 2380
L CWe (p=0.0175), *FHRAICERBAEREIZ U TIRBI I Ic il & 27 B hnix

b bR T,

Quantitative real-time RCR
Caspase-3 mRNA OEGEFREEZX 13187, REBHEIEICBWCHE TR
WA, it 0 Dt 1 B BICEIIMEA 3RO Hivd, L LEORITER 5B
EIIRFIZHAD L CE TR Y, itk 7 B BH(p=0.022), itk 12 H H(p=0.0058), ffitk 18
H H (p=0.0005)(Z 2 LT, RRBHEEEICB W CIIA R ZRZITEED b

o T,

FRAEE 5
BEY > T BERECL 728E K0 il L 72 mRNA OB FRIEZ 14 10577,
[FFERHERE IO CIIBAE® 3 H H. 52 12 H BIZEBW T caspase-3 Bz DI B &
DI MEE DSFRD HAVTz, [FSRBHEREIC 3 Ik 2@ L CAEBNT D 70 (Al

LD ENBOBLIT,
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m-3, =63

FEHME S Jis & Heat Shock Protein & o B iE#

1. WFFEEH

AT B CTHUB M SIS caspase-3 SEEG L TWAH Z VR L=, fEo
TEBRDH AN =ZXLOMEHIINE, O LIS THRET 204 E R H D, ZNET
OFEATIZE T, FEEGHMBET T VAR L, BFEHMKIZIS T Heat Shock
Protein (HSP)Z3B5- LT\ 5 Z & 28 L C& 72 ', HSP 3% &% bl o
F R EE R LRI BEO—D2THY | RN W TR D4 L3 7 BONLIRE
EOLRFE, B SICEEARARZ R LTS, FFEADOR ML AITRELT
FHESNEMS VR BEFRIEET 5 28 THMOLN TS ™, IHE, M
BNTH BRI R & EEGERE link SELH LWVEEZ RS2 E ALk
v . Srivastava & *?}%. chaperoning of immunity” & FEIEHL % AEARBHHEIR 2 4208 L T U
%X 15), ZDH T HSP 13fE &4 D Z kL ZZHOWTAEMKP IR 2 38 S5 danger
signal & L CHERE L T 0 0, Bk o Jed TAIFZE CIIR R TR I X - T HSP60 5 X
VHSP70 NFEEENTWAH Z L2 HME LT,

I OIS A 1 = X LT HURR R O EREIZ&H D cross-presentation
receptor 23545, L7zi-> T, #UEMARD X 5 ITHIRRTE 2O & 72 Wik

FBWTH DX HIZ HSP 75 danger signal & U CHEGT 502 ME LTz,
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2, BHFEGIE
e B RRAL T 05 ¥R

HSP60 35 & OY HSP70 DR BLa Mt 5720, St A et AT 72, Ao
active caspase-3 DFIEMHFK TRV ITIE L FMRIZ, T 7 1 b —AI12T 3pum THEL LU A
2RV NT 7 4 B LUK 21TV, proteinase K Z ==/ 12T 8 rfHI s &,
PURIRTIE L & LT, T ORFFERNFUS T v v 7 (NIKME peroxidase 7 1 v 7 24T 5 72,
PLEDOH#E D%, HSP70 O—k$FLiA L L TiX., mouse monoclonal anti-HSP70 (W27)
antibody (SC-24; Santa Cruz Biotechnology, Inc.)35 X OV HSP60 D — ¥k Fifk & L T, mouse
monoclonal anti-HSP60 (LK 1) antibody (H4149; SIGMA)% Z 41 41 200 {5/ R L 7214 .
4CHIE FIZT RFFRGESE, ~ 7 AO—RHERIRICONTIZT v Mug s o
7Vl 50%ZEENMEE TR T T2, 5%normal rat serum (140-07051; FAYLHESK) &
HRP-Labeled Dextran-Polymer Conjugated Anti-Mouse IgG Reagent (K4006;
DakoCytomation, Inc )IZIEG ¥, AZZELUCEERAE 2 60 70 HIAT 72, —IREURSOL B
ZEEAR % TBST IZ THRifrik, Lk DI ZAT - 72 “RFUAIC TR, 60 7 MG ZAT
-7z, F&flE Liquid DAB (3,3’-diaminobensidine) system (bottle 3a & 3b)IZ TATV >, *tkt
Qe b LT~ bR U YA 2T o 7z, Bl active caspase-3 Sk b T Y A &
[FIERIC ZEERRIEICTITV., BFEMEET (x200) 1 HEFICRIT 5 GMEMIROR TR
Wiz, F 72 negative control & L T—IRFURSIE DERIZ—IRHUAR Z $k W T HLIR A IRIE D

HTITO b DA LT,
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W R EHIRAT
TRTOEMET — 1%, FIEEEERZ & L TR L, HSP70, 3 KO HSP60 [tk
FIZE U TS two-way repeated measures ANOVA ZEH L, £ EIb#kE LT Tukey O
HSD W E #1772, fEHTIZIE IMP® 10 (SAS Institute Inc., Cary, NC, USA) % [l L 7=,

p 75 0.05 Riii DY &, #atFHICHRE & Lz,

3. WFZEMER
G RRBRAL T i

HSP70. fiif% 0 H XV [FR, RIS, BEBEHAARD LND HDD,
FRIRFAIZ B B 272 B GITER D B ive o 7z, BEtEMLZ o b O I XBERE R I2 LW
FI%Th s, itk 0 BB L8 A B OMMEEEK 16 (2R T, BERIIH% R
@ LT, [FR, FEBERICAERZTRO T, L 18 A BICFETEBMELZ
BT DM S F R RE & el L, (KT LT, (X117, p=0.0316)

HSP60.  #fi2 0 HIB LT 18 H H DA T HE 2 X 18 (2757, HSP70 & [RIAkAiT#4 &
LU CRZRBHERE, R O 2N b o T, £707% 18
HBEIZRBWT b GMHRIR ORI T8O oo, BERE 7T 712 Lz D%

19 ("7, BBPERICE W T H &I I 50 B BT3B e o 7,
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VI, &£

1. B O HEME RS

BRSO VU 0D [ &GP 72 R A8 . BT 2%t U C IR SRR AE I 23 T odL. B3
WESNOObh 5, UL, D, FFIBRAL L 13572 Y “life-saving procedure” Tl 72
WD SEMEIEIEIC K RIERICIZ L D Wo 2 9 DIEE AL D2 TR B
) Lo THRIEEARFIEOFRER, L0 B0 D 2\ G i o B 0 %1213
BEALMEEAE & Uy D heterogeneous Z2AHA%. £ LHIUZ DN T, SIS A T =X 4
AL CWS BERH D,

AEIFEDER Lo, EHETH D, AR RERREIIE < nombhn
THY | EERERICB W CIFERE BN 2TON, 2 < ORRPIHE SN TVD
L LZDOHF T graft failure NEUL SN TERY b DOFIK & L TEBHEREO B
A RLAD BLOUHE, BIEICE DA FLARET NG 0 LizioT, fL
(THCE DRIERFHE D % T D 72D TN B DA b L R EBRS LT, RIFEE AR
T V&V, RS OFHME O FEE & LT apoptosis AfE DA M, ->F  TUNEL
Qufads XL OVE AR IC KX D BIUPRR P8ISR 2 B 2 koo, EEMkZE DL D
(IR T 22N S OO JEAPHFEFE O IMIC L DL T L VWHIHEBTHZ O
ETVEIHRY THDLEE T, L LERE LTIE, BAEf% 7 H HIZIX TUNEL Bk
FAE D FEINMNFE D 541 apoptosis WX TWD EE 2 LAz, 2009 4O MIESEMTFZE
2 3\ T apoptosis D T 1T DNA BriZL oA M D IE A A DO TR A0 28k % 14 B
ELTEY, AFEIOMRIC L D8FZEIIL apoptosis ZHZ L TWDHERZW LT, 4
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%) Langer & "DONIRS L7C#CE OGERHEE W D b O, R A B & <
extracellular matrix MfISMEE I L > TEE ML T HNLTNDNHTHL L LT
%o [FIRFIZHCE AR AR 2 0B LA L 72 BT MO W CISRE RSN & THR Y |
WOE RS e R M A A LT 2 O Tl e < | B DSE RIS ST B 5 72 46
FOSZEZ LIZK WERRTWS, Loy LEBRITITMISIEEIZSTF 5N TV DI S D
oL SR E TWD Z BRI, WO THLNERD | g & W
5 BRI MRS O W TR 2 BN H 5 L B X D, & HIC Slidin H O DI L
AU, HERRICER IR L 7= AR B e AT I 35 ) Tt e b A IfLERPL A (human leukocyte
antigen:HLAYGTUARDO B MIZ L 0 | itk D2 L% MR T L7= & 2 A, BT HLA $it
(KB DIEA B BB OVRIE, #UF O collapse 2AHIL L TV 5 Z LD #E O graft
failure (ZHEFESOL B G- L CW D AREMEN 8 D, D F D #'E @ graft failure Z D & D13
HAECH BRI A b L A DA, Z OFIEITIRA BTV AR WS EHE S 2 8 0 I A
RRFICEVEE TWHHRTHD L L TE D, Hotokebuchi & "ILAMISE & [FIHk
(27 v b ORFEEGHEMRBAEE TV, B mER 2 LR 7 L — 7128V THCE
OREE AL DA 4 BB I E TWD ERRTWDS, LA LZN ST HE il

LECE DEEIE DT DR ZFIEL L7eb D TH Y | SRR /R LTI L 1
FEBRIZIE TUNEL Y e DRGSR O3 G8D Stk 7 B Bi2ix, BEICHERR o
SIS DNEE TWD Z 2O THLNIT LI, SHITIE, AFETRLIEEL SIS
A A AR ST 12 35\ CHUE A3 apoptosis & & L7234 #UE O viability DK T,
$ L X chondrocyte DIFD NETMEBEFIIEZ S E B2+ D e NBESND 0, [
A T b A% ORBIRER L7 D I1213 % OSSR O fif B
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NHEHE L 72> TL D,

2. BB D HEME S R B

DA B MR DSOS A I = R L ZRETT 2 7291 caspase-3 (DWW TRl &2 1T
-7z, Caspase-3 I apoptosis D EE 72 key mediator O—->T, ZDOREEED FIIINLE
% effector caspase Td D, L7 > THIZHMFLFHIFEARIZ K U active caspase-3 5
PEAIAEY 7 BA L VBMZ R L CWD Z Eid, Z OMEHHEIGNZ X 5 apoptosis #%
BEIT caspase-3 ZNN LI WA —REF-oTWHIZ LA RL TS, ZO/EIT
TUNEL JetaDfEFL & P JE L7e\, B B 008 LTI 18 B BT active caspase-3 B
PERITP TR U TR Y, HE B TR L7 X 9 728l Lok &2 Fr ol il ic B0
C. active caspase-3 234t E > TR & D, #UEHLERD apoptosis 23 A TL E -
7otz MR O viability 238> L CLE ST ERBEHELTEZLND,
caspase-3 72 & O protease A RFET HICIT X L BOERRENLETHD L E X
HINDD, WEHMIZE S BRI E D, R — o 2 Xy BERER
IEFHEMEE 72D, fE-> TRAT LCM RIS X W gk o 22 B — B 5 2 L &
L7o ZOHEIZ L BB B OB Z 50 5 2 & /e Sk 2 i ©
E 20, AFIETITHEIGI R ZER T 2RISR~ U CEE, BIKEIT>Tnd, 2
NS X0 HHEIIIEF DR L 720 | R~ U CEEDRENRT S, Ll
EREIZHCE AR S LCM ¥EIC K 0 il L 72 -0 39393605738 ERPE # 2 7 /L L 0 il
H L7z RNA 7>5 D PCR <° microarray 24TV VRFEL TV D #E 6 H 2 0, Zokw
T2 7 TIER< RNA O &21T75 2L & Lie, T2 THRELARLS TIRG
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RONDH, v CEEDERDOEEL LTH NI EH LD cross-link AT, A
BT RNA NEMEL TWD Z EREITHIb, 4Fl, proteinase K (2 K 2D EEF G %
W% Z & T cross-link ZfEFR L7z, S HITHEEERE LT, Ao~ U CEEN S
L7z RNA &3 ERENE D 24, RN, [FSRBAE% 3 HH & 12 A B OBk
HOE LA L7z mRNA TR L7z, #ERE LT, BRIV T, WT
NG EFEHE XV caspase-3 2ME T, & BIZFRBBMEIZHS W T LR ENR
DHINRNT NS LCMIEIZ L AR~ U VEEY 7T 4570 RNA 2.
BaroZ ENTELHZ Lad LT,

Caspase-3 DB FRELEICOWTIL, B 0 A BIXIZIEZITWDs, R
itz 7 HEEZVAEBIIKTRRD bz, ZOREEIX caspase-3 DS B L 1%
o TRy, Z R\ VEEBATRAEEOBITHIAZ AL TS, RIFEBMHIHTE 1
H EICITAE TR WAERE ERMEAICH Y | caspase-3 BB 112331 5 BRI 14
HICHBL L TW A RREMER S D, £72F DB OPANIT- OV TIL, active caspae-3 73 E
A L7722 L2k D negative feedback MBIV TN D TlXZeWnmnEHEER S D, FEBE
Sabbagh © <7 /L "ClX, apoptosis DFINEAE = 5 & [EAIT caspase-3 i fx T~ DHFIE A
& B2, ZOBRKIFHTHOICEE LTV Y, 202 L5 b apoptosis Hll % %
FTEERICHIB L TS0 THIUX, X 20 [ZRT L 912, BEHEMMEFRIMEEL Y
b S BICRWEPE T, W OISOV 7T ABATTENTND EE 2 B, Bk
® TUNEL{ET/R LTBAETINE: 7 HH K0 & & HITHR DB THABRUS 2 Z 47D T
WD FREMEDRRIR SN D, o2 B O EFICOWTIIABEEZRO TR
FEAT 27201l n AT, b LI 2 B B OB Z BT 2 48RS 5 &
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ERD. BHLAANIORRTIET v MK graft OMRIIRIZATEY . BlLIZXED
O ~OAER DR L TN D LB 2L, 2O LTREZ 0 b ODMEHK
JSEEZ LTS Z EDEMFIZH 2D, LLED X 9 ITHE OH#HES G213 caspase3
NEELTWD Z ERNRENT, £V 2 /78BRIZBWTIE apoptosis 23795 &

RO b, BB IIHEI SN D Z ERMBN TN D, BBIZB W TIXY 7 ER &3
720, BRI LTI TH L Z LMo liTEZ DI WeEZE 2D, £FICE
i+ % apoptosis XX 9 IZRT L IIC har RUTERETIRBH Y . ZOHAK
Y72 apoptosis BIHE X > /X7 23 p53 Th D, pS3 IZ DNAFEENMHOHZ LTI b=
v RU T B8 UM & 8 DR & B S AN U CHIRE I A 5k A R A
b5, ZOps3 BELT 22 L THIMAMEIT 5L EZXHND, AFRICEWTHH
fief sk B 2y HEEEL L 72 mRNA 7> 5 p53 A5 1% PCR I THGE L7z & Z ARIFEB MR
BWTHEHDEM Z R Lc, fiRE LTI LTV caspase3 & [AEE, #UE 1238
WTh p5S3 BIE LT | MBASEATIHENCE < FIReER H Y . S B OMEPLE L

BR D

3. B HRERR D S R B A
NETORTHERICE O CIRFAMES AT 7 L2 v, BE,. BEIiZB0
T HSP70 38 X OVHSP6O "B fsfZIc B L Cn s o s Lcax e, chbo
A 1 = X LT chaperoning of immunity” & FEIEHL 2, H AR R & EIG0E R & % link
LTS EEDLNTWD, K ISR LIZE 212, BHETUR & AR TH H HSP-Ag
complex (T Toll-like receptor (TLR) 2/4*? & U~ 7= licensing receptor % /i L CHUE =AM
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faZiEMEb L, & 512 MHC class 1531 Z 7T L CIEFURTR AL L 0 EHEHUREE R S
N5, DV CDI1Y | lectin-like oxidized low-density lipoprotein receptor-1
(LOX-1)*, CD40* &\ - 7= cross-presentation receptor % /1 L CHUFEFE MMM H Y
IAFEN, MEMICHIFIE R S5, S 5HIT, licensing receptor (2 K ¥ H AR R /3 ik
FSnD &V A P UA 2 UESRER BIE (LSS, ZNHDA T =X A
I3k x IR U TR IR Z BB S5 ECEHEELRD, DEVINHLD AT
S A LTBWTIFURE M A L & LR RS LT 5,

AHFFEORE R L 0 [FIFERARN #4858 H112 HSP70 35 KUY HSP60 A & 72 HI ML #-
LI oTo, FI2 HE Guta K 0 B 523zl © 380 H g, RIEMEMIR IR
BRNEBEZ D, THOORER I EE OHMEEUS A = A LIV TIE HSP I L
7= chaperoning of immunity 2385 L CW 2 WRIEEMER H VY . TSI 00K. g7 &
O H— kRT3 L O F2R ST 0 5 28 OBMERE L B o TE Y | U
kS ZIVE THMESUSHE Z VI WEEBI LN TERLRERNTLH 5, Lo LA
(2 0 R R 5 O RO BERE THEMESUS 2R LTV D, TIRE DD lgids & 572
HAN=ANE LT, BUERELE LTRENE X TWDH DL, HEHEE~DRESLT S
T WD b OIFEECEEITIK AT L TITOIL TV D, L7 > TARBFZED X 5 121
AN LRt A5 L TR no ThiUE, T OREE LCiE, BIEE PR
ik, DF VIEER ENEMEOSIZ K D BB SN, ZUS K DMEEER A R A
RTENA IR EOWEMEWE it U, B A U GIEE S S Z LT 5 R
REMETH D (K21, L L INBERAET D12 720 | B E PR 2 FRE 9,
PREZEDHDNA N L AIZR D | ETiE DS EEAML O & Bt LT L E 9 72 K
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Tho, TOMOH MR E U TIXREEIHE 2 R il LR E ORRGEEN A % & o
o0, 7y MEEETIIR#ETHY , ABOBEEER D,

= ORI E I DR R A = XA E R 5 2 L lc L b | FREE S S
itk L ORI B HCE AN O B 72 2 RS HIFF & 5, b HAAE OIS ICE
W, necrosis EETWVWDHZEHER LD, RFRIZEBWTHEFBAMEE NIC
necrosis Ml & B X HNDHDBHA IND, Lo LETITE A L DOfMlaAs TUNEL
BEtEA R L, K4 ISR OND XD 2 EEAEHIIaE PH O FE O BiR G S5 3580 S e
W2 ENDB Y, EDIEE A EIT apoptosis 23BH5H- L TH Y | caspase3 DM RS SNl
EDE =7y N7 5 %, WUEFERLD apoptosis #REK TR Y v~ TF R0, B
PERIEIAE LS CHFZEDS A TN 2 28 4O 725 I3 iR STV L, Caspase-3
IZHCE AR apoptosis R THEBEABERN THSL EEXLNTEY 0 SMEHED
#CE 5125 L T non-specific caspase inhibitor T % insulin growth factor (IGF)-1*"<°
collagenase, ZVAD-fmk % ffl LECE ML D viability & i SH TV 5 °P2) Kim &
DX [FIFEB R A A DIRAEIE T IGF-1 R° ZVAD-fmk % 1 2 #CE#L#% O viability %
#ME¥F9° % "apoptosis inhibition therapy” % #5 L TV %, AWFSE K 0 #E OHFEMIS I
caspase-3 3B 5- L. ZAUT XKV apoptosis ML E TN D Z L L5 D apoptosis
inhibition therapy” b AM TH 2D & B 2 5, FHIFIFEEHCEBAEMIZ WV TITEAI O2
F G ITEED IR < BLER) TILR WA PRAFIRTIZ98 7772 apoptosis inhibitor 2 {5 3
LIENHETHY, RITTHLH D, 5% S HIZHCE OIS A 71 = X L3 S
UL, S BIZ B apoptosis B Z 6T 5 Z LA FREL 2D, ZD XK I ITE Y
WA v b TSR KO apoptosis D I 23 T & duiX. X Y %2 472 "apoptosis
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inhibition therapy” S E ML TE | [FFAE GHHRBHENT ORI D723 > TV

<EBEZTWD,

=
%.ﬁ:
3

AT FW CRFEE AT 7L & 0 AR IS WV T b HEHROG A3 L
ETBY, ZIUIINETHEMEINTWA LD 02 BIIEZ LTWDH Z & %27
DTHLNT LT, S HIZEND OHEHSIL caspase-3 2355 L TWD A3, D,
Fifige7e & OB —ligs-C R g 72 & & %72 0 | chaperoning of immunity 23B55- L T 7L,
HE OFEHESOG A B = X L E 35 2 & CRIME S HERAE D 2 7e © 3[R FEE #R

HBAMDOE 2 BT TE %,
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VI, &

AT BT DI H T | FADSETIE T 2 SAEHR RE SR8 BT AR 245 B O R IE 5L
iz, AHEAEA. FIRRERER OGRS AL T, MO LA ICITRMIFICH
7o o TRMBVMEFE S 28X £ L7z, F QYm0 B 0w B4, SR
I BRI ANV F 03 B D R FBRAE D S5 2 D2 B 13, FEBRIZEIT 52 < DR L
EaWE £ Ulc, MEPRSRE O/ NP R KRR, SRR N AR E R LW

BFIMEOTER TS 28 E £ Lic, EREWHIELT T > b7 4+ —LOFHEX

\\\

TS EERES A MIEERE S A FIARSER S AUZIE LMD {EDOMFRE)N b Y
TNVEIZEA T D E R, FIIEFICENWRETFEEEEO Y - TR A LT
EEE L, B EBRRER D EO RS A, AMREELS A, RWES IS
(X, B FEERICBI L TRk~ 2B 2 5iE £ Lo, S 612, RSO R 2 R
ZHEER SETES, WALREARSED H LTS o il RFERIRE R TE
RRAMBHRIIELRSe A SRS AR SHIALER L BT £, &%, 2 E Tanfr
ML HICRRICH L o> TS NTE, B, BFIEH LBV ET, BGEHc
ST NTOHADH/E L ZTHRIFDLZLITTEEEAN, TRNETREXA TR
S 272 % L D2 DFAER LS LT, AMIRDOFERHITA VB RN-T2Z LML, 4
%bLHHWPLHETHOHHEIEE L, BARARZORRITM 2P OEBKL TW&E T

< ﬁui‘g‘o
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X, MBI

B 1. EARMLRBIGE DY = —~ 2T, MR IV TE R —sko
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Table 1. Histological Changes of H&E Stain

post operative day(n=5)

0 1 3 7 12 18
degeneration of - - - - - -
architecture
cellular infiltration - - - - - -
condense nuclei - - - - - 3
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*2

Primer name Sequense Size (bp)
caspase-3 sense CCATGTGTGAACTTGGTTGG 86bp
anti-sense AAATGCTGGTGGATCGTAGC
GAPDH sense GCTGGTCATCAACGGGAAA 105bp
anti-sense ACGCCAGTAGACTCCACGACA
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