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1. EXRMERERERTHEA2ZE L -FEERIE 23
BBz DV T HFRIBFRIRET
(B—RHEE) BEEERE - SRMETT -
BHER - SHREK « IR
(R ARLE) HEARTTHREF -
FEFELT - AHFT— - REEE
(SES TR HRbRTE
(¥ ) SERMERIMIRERZTT (congenital cystic
adenomatoid malformation ; CCAM) X4 HRD bt
WTRERDPBEIVRICHR S 2 KRB TH S, 5
], 21k CCAM 28 U7FRERIB D 2 ZIHRE) % #
EU, GEF )R8 3 BOSEERE, fHERI
#£39.5g, £3.0g T, EffiEcER3mm DT O
BEBEEL Twiz, BlO%  SFaskDII A R
THE ST Wiz, (EF 2 JiER23:8 6 H ORI,
FiE &% 721.0g, 516.0g THMHPEICLIIRE LK
THEINA50X35mm KDOERMS 1 HELEL TB
D, ZHICBEREL CHIBIRR DI S FRE £ 3R
R CHEE S 1L 2 IRERE O/ NEBRIER L T,
(B BB & OB 5, CCAM DIFHRITE
ek >TEETHD I LEEREL, &5ITKREB X
UFIERFEIIC DWW TEE L 72,
2, ERIRERICS TR EBUAIR, 8oy s
EH (HSP) 70m&IRA
CeRRIOREAREE, 88 Rbri RO s AL
EREY, YRPORERD Rt
LA BEEET - ZEE -
FRPFSR o ANRRBRIES - TET R
EBV 3ERZN L TREHEL, BIREoFEE L LTO
PESEIR CIIERRIR P E IR S TB Y, MEHREE &
EBV & OBEDORJREEINEERB EN S X D2k -5
T&E/l, BEEEDA MV AL SHIE»SF2—HDE
EE heat shock protein (HSP) 2JEREY A VA L8
FHBEOHEERDO 21T, REFEINL I LD
o T E7H, EBV ORKG L HSP L O #EICfT 3
&R Z», % 2 TESEMERRER B 5 EBY,
HSP7T0DFH % GBI E L, BTOHR
2RI OTRE L7, ERRRES MBI 810 % EBV,
HSP70D 581k Warthin JEE, FEEMEIRIE D RIEDS
SRS SNz, ZRMEF O H 5 Warthin [, 1FEE
MERRE I EBV 23885 L, HSP70%8 EBV &g 1o 58
ah, RASHOMHEERND B LHEINT, 5%
X EBV OF#ED in situ hybridization %% T
L L, HSP60 HSP907% & ® HSP family & EBV &3t

EOBELRET LI WEHZ TS,

3. BEMARNVIFLYEAICLEBESY b
osteolysis model—BRINEFNELEFRIR/ NI — >
S—

(BALRlE, *E—REY)  MZED -
& R - M - VRIERE

(B9 A TBEAI & B @ osteolysis I& Mg #3 wear
debris #ERL, a2V 4 N4 DB
HERIY (osteoclastic bone resorption; OcBR) %
RWLEC S, 7 v BN polyethylene particle
DIEREE A X 115 osteolysis model #7ESLL, JEHEH
WRIR YA v A4 ORBE AT,

() K-wire 2 KEEEBEBENICHIA L, particle
(P) BT particle Z& e ME 2 FEA LIEBER Y
7 %AE (control IZIME) L, Bt tube % BIAFEIC
EEL, 28EFC108E TA7%, RT-PCR & TR
WZEHF D TNF-a, [L-la, IL-6DFEREHHTL, KER
B 2Rik# HE & TRAP 2T 72,

(R P B 4 BTN R ASECE T & BEETadt
EEHIREAL OcBR 8% 5, 6B o RAESKET
BLOBHABAL., TNF-a i3 PE 4HE» 5> HE
L, IL-1e & IL-61% 2 B OMEIZHEETR L 72,

[(3B2) Z ® model 1% osteolysis 1242 = % AHEEHK
% OcBR 2’EHMITA 6, RFEODHBERETH
5. PEETOcBR 238 Z D BZFFIZ TNF-a WHIE LA
H7zDT, TNF-a 28RZFFE & OcBR OEM LICE
BTh?.

(am) R ZBZEDRENERICOFRATDH 3.

4, Sodium methoxide |Z & % CDla ®ELtED
REY

(R EEF)
SARBEE « KJIHIRE « HIEHADHE -
BARET - KIEET - BHEEN -
FEHREE - (L)IDETE - &8 &

(R CDla PiEIE 7 > 7 v v 2 il £ s B
a2 b, CDlaixZhw 2 X Langerhans cell his-
tiocytosis R EDZMICERH ThH 25, /35 7 4 > 4]
A TORBIEIERCLVEND Y, EEYIHF TORER
WHEH>TW2OMRERTHol, HLIZ, sodium
methoxide 12 & 2 HIFEBEL (SME) i iz A
EDT 7 4 VYR CDla HfiEOMEMBATRETH -
Tl EnRpET 5,

(H3R) MR E UCRRE, ) o Hi% % vz, SM
HEEMEE U TORRL 2HURRE (L% 21T, CDla
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Pitk (Immunotech) BiEMERES % tlgdiRat L 7z,
GEREB L UFFE)SM FEiI2 & D HUFEREL 2T 72
BATE, oAk L, CDla HiF 23 &E L TR
HEh, BEMEEDHES IS/, SMEIZ LS
PUEELIEE D87 7 4 YYIFric 81 % CDla #i
FEORBICREERTHS W2 5.
5. FHERTORIBFRIARRT
(s >~ ¥ —ED BFI=PURH -
BARNT - AT - A EER
PR I I3 R RIRRE R PR T 5208, £ DB
AR L 2REZM P EE T, FIZ rejection T
BRI SHEEZK 2 . SE, RS AR
232172 32BIB0EAR X R, DLED &S RIKESZ
W= h, @ rejection 1A F AT R 2HES L7z,
HH#E2HT 1T cellular rejection, ductopenic rejection,
mmkEE, HERESE, FEEDOHF, functional
cholestasis, neutrophilic infiltrates, lymphoma, fatty
liver, #Of, TH -7z, cellular rejection W FFEHAY
KT ROHEIRAERE 13 mixed cellular portal infiltrate
(89%), bile duct damage (89%), endothelitis(57%)
T mixed cellular portal infiltrate & bile duct dam-
age WERALFTR Th -7, F1-BHEER D&Mk
ZEE Iz b0, WL DOLDFRRER GRS L 2K O REE
RIEBI S B o7z,
6. BT AN RBIZETSALVA MY
DFEIR & & DFEZFENRRT
(FERAE LR, TELBRARYE, B
HY)
BHAKRT - BESTF - DG —RE -
P R—RR - /NPRAERE® - AR TERR
Bes oAV AR (T 8) OFKERETEL DH
IBERNVEYBHET L ZEBHSN TS, HLF
SEBIBF avy A bF=r (CCK) DFEBEIZONV
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T7 v MEAWTHEE L7, fiEHdtsgac CCK
KRGEEM I BMilaN e BEEL, #1H HPLC THEA
D CCK O FE x4 THIZCCK8TH 5 Z L ZHERL
7z. ¥72, RT-PCR, in situ hybridization ic & 9 <
EMI CCK ® mRNA OFFALHER S L7z, BEFH
WHREH O 7 B CCK FRuEEkR@Eo o n g, &£
BAHBEI Vs h o7, IheDERPS,
FREER S v b DOBE T Bz CCK EAMBMNTEET 5 2
LR RN,

7. {EMMFEA 5| £# Z L 7z insulin-like growth
factor I1 (IGF-1I) E4EENORIESEHIEST

(B RbumbeREERlL, *E AR
MHPTE « BEREE"

big IGF-1I EE4ER W & 2KIMHE (NICTH) D
FRIRRE s, @ IGF-II S E DR IMEIER, @L
U IR D 5 WIEFERESEREL Thr o EIKE
L 2 EEOBEER D D,

(k) & ) Mk & D mET 9 2 s 2 B
& (HCC) 6, § - EiE - e - FliEs - EiEiR
HEMEAERIRIE - SENER Y D 9Bl TH 5. P IGF-II
Pifk CREFEUSR) 2 Fv ABC #:-LSAB I THE L 72,

(558 L %) HCC LIS o 9 #lix Golgi FFiz IGF-1I
Ptk 2ok Uiz, FFEBEOKEIC L DRMEERL
Te BT, RFEETHRERREEOEEM (MEH)
T L, BHEMOMEE (Golgl 8F) »Etah, &
BN OREERZ L DWEENRB I N
7z, KEREPNRED IGF-II etk 2R L, BREFEOWIH
5@ IGF-I AW RB SNz, BE—-RCBT 5
IGF-II et 2 B2 720 L DMUE « BEEE %R
THIESORI O IGFIL a2 Tole BT h bET
Hoiz-. HCC @ IGF-II #aitixZ L <, big IGF-II ©
Golgi & TN M-6-P Z4&K & OfbHE & lysosome ~
DFEAT » KRR SHEEI S L7z,
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