72

fl bRt - BEHEZ - S R

11, & CD4*T #ild O A O it

(PAYIE RS, EERARNESRD S —

R STl — (EDFREY)

- TRIEF R

SRR -
CEEERIL - B
- YL

e A
mAEAP - SRR

12. NOD/SCID = 21281} 5 & bR « P mstEomsE

(BFHaERL >y —) mfEMA

13, 27 A MHC 7 7 A II I-A%3+F mutation ® T fHEHIREZR A~ D E

(BFiRaERL >y —) mfEA

14. Myelopathy # £ U idiopathic CD4*T-lymphocytopenia %

BEb N 72 RN T TH

(HREARD KHZEY - BARLZ D

L UZNgRRAY »NROBIEE TR =2 X
— iRl IAMERE- 1) >\ SR — L DRE—
(CBRZERA - B RE, 2R BREE - 5
ZIRE) e« R¥E L2
BARET -HmHEE 45 &
Rk 2 kY > \JEREO dark zone (DZ) 13 B #ifio
WO TH 5, %7z, Bl B #ifdo—ERix e ik
PRHAE-7 9 A& — (FDC cluster) #7325, L»
L, V¥ YRR FDC cluster WDV >/
ERD3 & A7 cell cycle phase iodh b, EHFEDOMHEE T
apoptosis iIZfg 2 I FREATH 2, Fx g, oyt -
ISH &% & % cell cycle phase 8 & '8 FDC clus-
ter T apoptosis ZFHli L7z, ZDOREE, wIho
cell cycle ¥—#—3% DZ & outer zone (0Z) TEXR
WBMHTH -7, 538 FDC cluster TOMETCIE, 7
TAI—=NY YNERIZ 7 T ALY =G Db DIzt
cyclin Bl & Ki-67B5 RN ER 2K <, apoptosis &
BHETHo 7, LEX D, DZ O A% 5 3 HIfd 0@
EHESNTEOZ bIIEDLH TH 2 WJREME L B
D, %7z, FDCcluster i3V >/ ERDBEFES apoptosis
2T I®BEF TR NI LEARBE N,
2. [MEFRX-BIERRICH TP AIAN
VCAM-1AIE NEH
(HEZRARD HHAERT
BWAEE - IUOETF - EEBF -
TEEAF » ILNREE - MR EER
(HEY) LB 205 VCAM- 1B % #l
ELREZZBE Lz,
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(5] 2R (AH) 1061, BUHEFF4 (FH) 541,
EH (cont.) 116, HEE 2> o—)v - BEIEF106 D
M % Ewiig sVCAM- 10O EE 2 HE L. iz
AH+FH 8 £ cont. OFFH#M CREROET
VCAM-1BX WY &> RO VLAADRELZEE LTz,

(5 8 - # %) cont. (414.7£216.9) « th L AH
(1876.4=+362.8), FH (3060.6+1175.4) & sVCAM-
IOFELE LA (p<0.01) 2A7:, EEHEERT Y
b — VB (411.1£128.8) T sVCAM- MBI EZE X
A oNE»oTz, AH OB A 57z sVCAM-1D
LHREFROEE CEESE L, FFE# T3 cont.
WU AH - FH T, MEWNKE LT VCAM-10OFHRD
B0, B Y~ SER B VLA-AOFEBE DB 4 5 1
7o, BFAR OO EAEEE O FH o2 1 AT sSVCAM-100
EEERTHL LFEZ o,

3. R=Frzy MEDOJREIBERBEDOKRBMD
sFas tR5&
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FEZEAFIA » KR 5A - EKER

N—F z v MEBREME D sFas I3IEHH & JEIEE)
HTHEEEZEE o fon, HBELY IERICEHEER
L.

N—F x v MREHEE X EFRA D sFas & i &
DOFNCHAREN O & 7z, sFas i30S & & b i ihns
BUERDH 5, N—F = v MEOER & OHIBIIXIED
H - IEEBHAOMEIC L2 b D EFEZ B,

KM MEME(E T MIED Fas B2t f@EA L b
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4, RBEBHHEIEY A b HA BELFEAEROES
5 ICRE T B ARET

(5 bt - SMED HZER] -
AN « sl s - HRIEHT AR

TBEMEFHCEH YA DAL Vb5
interleukin-1 receptor antagonist protein (IRAP)
B X Winterleukin-10 (IL-10) o EEFIEGEM:~ D2
DWW THRET L.

¥, YIBR U7 HE 6 6, AR 3 Bl o f 7ok
HfE%E Hwy, RT-PCR Tm-RNA v~ TO IRAP,
IL-10DFBERRL, 2f COFB R L2, 72,
VA AfitifE (LLC) Mgtk zh s D@tz YK
72 FUEICTEAL, EHOBEEEZRE LI
L2 2AEA LM EROEEEEEOTEEZ R L
7z,

PlEoz x kv, IRAP, IL-10i & IH %N L T
BSOS 5T EHLON, FOEETE
MEls 2 2 &1F, BADELRTEEOH IR —7 v
M7 2 AJBEED R & LTz,

5. b b yo BT #BBADEMAL & X OPUERIER DR

M
(DT IEF) HHERIE -
W OET R E-NUME

(HR) BEE Tz e b Vy2Ve2Rl T filao KA
B & LT Mycobacterium smegmaltis DEFEWR 0 &
g4y vroprnl) YBBEESNTWS, S,
XOIEEROY ) VBERRT 2DV E
N, Fr=renl) g, VY VEES VY LAS
L, #noDiEEERIMT 2L b, TRICED
EEL X i Vy2Ve2id T ffg O PR EH 2 &5t
L.

(FE)r Y Z7aoa7w b= Y vifgte L, —#E
ooy v, FNIUYEBE/ ZATIVEREL .
vo BT HEREHERIE R, Ca ) v, MY e/
T A7 Vv Nalg# &ERE T Vy2Ve2Al T il 7
o—> (12G12) 5x10*/well .ICfEF &, 2 HERE
#%, S HFI Y ORDAAZRHET 282 LD
ot %z, FEMKL L UC EJ-14088, Daudi #ikd,
T24 i % Hus 7z,

(B -ffam) RIKEREHE—E L L AT VEDALE
EEZI-E 25, WHICKRERE(BA SN, A VX
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vForEa ) VEEX D10~ 205 EEEOE VS O
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Fl, Eol) BRI L > TERILE N Vy2
V2@l T ki EJ-1#fe, Daudi f#ifg, T24#ED >
T LT b MlEEEEER L Twi,

6. HCV core ER#HIF Cell Line DRI & %

DiREt
(HILZEAED I -
EETF - HATE - EEBT -
HHALT « LN « A B
(BiY) 34, HCV 074 VA Z Db OOREREE

HPEHEH TS, FEEAL L, 2 BEO 7T E—
& —%FWwT, HCV core % Rt BTk %
7 L, HCV core BEHOMII BT EE WL T
AL 72,

(/53:) HCV core gene & envelope gene D—#8 %
CMV Yo ®—% — (pCDNAHX TH-1), %71 elon-
gafion factor -« 7u®—4%— (P/3EFproEX TH-
1) ZAWTHEEE 2 2 EHED plasmid Z/FRL 7z,

(FH) 2o o plasmid # & N fFEMAEE (HuH7
cell, HepG2cell) 12, Ca WL TEEBFEAL T,
A 2 Hg T, Mo plasmid & & HCV core &EH
DFEHED 5 iz, L L, neomycin T 2 HH
selection Z»F 72 DB, HCV core HHDFIH 2T
7= = %, P/3EFproEX TH-1%#E A L /- HIfED A5
=91 HCV core EH DO FEBWR O s iz, KR,
HCV core & H e AHMRMR 2~ L 25,
eI RO RO ZEEIRED sk otz Lo
L, fAfEOEhERE Z ANz & & 5, FEFEHL cell line 12
g U CHBETERE DR T R0 & ufe, & 5T
Fas fiik® Mz 7z £ Z %, HCV core BHH ®FEiFEH
L7z cell line DA T K b= A8 H 6 lz,

(#%£2) elongation factor l-a 7O E—% —%fw
22 212 &> T, HCV core EHAFGFAREMIaE
PRI TE 2, &5 22 d cell line 1%, MAHEIE

BEDIETFMED 5N, PiFasHilkE Mz 5 Z Lick -
T?ﬁb—/lbm@%ﬂ,Cﬂﬁx@rl%%xé
) 2 CHEELR - LTz,

7. Bipotential T/NK progenitor DF2&E %5 FT
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