CD86 1259 AHUATHEL/ZBED T AIfED
TEMEAL DT OFEE TR L7, BRI REER
HOFUROFHRFLE X, FACSCalibur %
TiT o7, FLERII RO IEZ AW,
BCG-DHTM ¥ DC (245 T MARTETE i
BEBRRERTHEMT.DC KD
Chloroquine, Brefeldin A, Lactacystin THLEE
L. T MfaOEHE(LIfEL T Mianrbo
IFN-y OELABIZIVFEMLZ, IBIZ,
BCG-DHTM DAEV—T HIEELRELHEIE
5 HRT, C57BL/6 <~ AIZ BCG-DHTM
BELWBCG-261H %/ THAEL | 4 HRIEZIC
Jefg oD T #RAE in vitro T MMP-TI #2327 C
FIEL . IFN-y OFEAE% ELISA IETHRIEL
770 EH1Z, BCG-261H K O BCG-DHTM 1 X
10 CFU % C57BL/6 <~ 7AIZ K THEFEL | 4
FERZITHWE 5,000 @2~ 2 2 Bl Ry
SH, 8 y ABICEBECHIE bW ERAE
HL7, ’

(EE ~DELE)

ENRREM AT MELZESDEELX
. LT O@EV T 7z, MIEN T —D 7T A
V—ESERIISFAD | FRERERICEL
TITEAREESNR2WEOELEL ., iF3EE
IZR =DV AE AN EHRBIRELRWED
MLOEBE oI, Flo, AR BBLEH
FEBLIOEZ EORBTHE T 45125
L. EBIZIERFLGLEEFHP L L CHAE
(AT —DLRarvrNEE-, ST, R
WZOW TP BB ICE DWW THIAHER| L 510
7o T2 FERESF o T,

C. BrEHER

oy ba—)L BCG LTI Z—aha—
)L (BCG-261H) Z T, BCG-DHTM D
A—7 T MRROFEEIEZHRETL T,
BCG-DHTM (%, EEICHITA—7 CD4 B
M T HRRZTEMEEL 72, BCG-DHTM iX~7u

T ENLTHOAE)—H A7 CD4 Btk T
MR E AL T A2 LN A RE TH T, D
BRMpErEt~s/arryr—YEa LR
BCG-DHTM 1245 CD4 (5% T ffa D& 1AL
RS R THY, BCG-DHTM &R
V=PRI RAAE% HLA-DR $25V \d CD86
FURIZR T AFLIE CE T 5L, ZDOIEMHEL
I 90 % UL EIAl T, RV T,
BCG-DHTM DA —= CDS8 [&M: T HifRiE
M Z2 e 5E. BCG-DHTM X, 8<F A
—7 CD8 54 T MfREIEE{LL IFN- v O
AERFELT, 2O T MEOIEME(LITHUR R
A Th->T, BCG-DHTM EYehikimfa s
T %51 HLA-ABC FLiEdH D\ It CD86 Fifk
THUHETDHE, 20 T MIEEMECRRITEERED
HEH7-, BCG-DHTM @ T HRRaTE ML A
ZfEMNTT 572, BCG-DHTM OHURIR <M
FaiE M L RE A BEM L 7=, BCG-DHTM [Z3#<
R L, R&ED IL-12p70-I1L-18 -
TNF o DELZFHELT-, £/=, BCG-DHTM
IR R E B> HLA-DR-CD86-CD83
PFUR DR A HEIRIE 72, BCG-DHTM 2k 5
T RS LR JVEMICRET T2 EB
TR MR T/ aad = TAEL, F
® #% 12 BCG-DHTM % KX H 5 &,
BCG-DHTM DB ICEL-> THEIND
MMP-II O F BN ZE LHdl =4, FIREIC,
BCG-DHTM (Z&5FA—7 CD4 b&f T Hifa
KO A—7 CD8 G5 T MR DIEMEILDE
Blomflshiz, ~/a77—ickd CD4 B
M T FRREED 7 oo = AL TS
iz, — 75, #ERME% Brefeldin A &5
Lactacystin TLEEL T, A —7 CDS ik
T MR OTEHE LIXFERRICESIS -, 2oz s
735, BCG-DHTM % HSP70-MMP-II @& 4
VORTEZWL ., WS EF T D
CD4 BEME T HERRDIEME{LE CD8 5 T Mk
DIEMALZLT-H1., CDS Bt T FIROIE M
BiZZ7ux T LBy T —a #EIL > TE
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CTWbbhDEEZ BN, CD4 B T MR
£ 7 C CD8 Btk T #ifad BCG-DHTM THl
B4 pL, FA—7 CD8 B T MM S/ S —
TAVEAMENR T MRS ELESI, &5
2, EEREY— I —FFTHATY—T MlE
EAINT, £/, C57BL/6 ¥~ 7 R |Z
BCG-DHTM # K THE 35L&, L EL
MMP-II &2\ % HSP70 (ZBRU&L., IFN-y %
FEATHAEY—T HIEPEAINZ, ZD%)
RIZEHFRE L, SHI1Z, BCG-DHTM &
BCG-261H DA EIRIZRTTBRU7F %)
BEB®HLELELZ A, BCGDHTM 1%
BCG-261H 2L, BEIZOWEDEFEZ
HL., #ERDBCGIZHLEDFRNT 7 F 2R
BHETHIEIHEL,

D. B
FERZITEEE ORI E>THRIETD 20
At R R ORI & B 2 T2 18 MR RRYE THY,
N CRIZRICIBEEIC D HSNDODVE
DELZ L > THRIETDEIIETH D, N
TR OBRIEFITE S AT, R
FEENRSER L CWIHIEETHLHS, ME D
SEZIH 42U F LT, M. bovis BCG 7%
LN TECWABH, BCG IR A DiiFERE%
TR HZLILTERL, o, N BUVIRDZ
JEAFHIE T2 ETOFRIMEIT 26% LGS
TEY, 5% BCG 2U7F L ELCERTS
72561E BCG DB EDBRAI R LTS, N
EVIROFHEBEREBIIFMEHR T
30 T N&E TEI-TERY, ~NrzimBERizxt
THRVIF U OBRBR RNV ITFT o EREERE

HIE O ToF b DN, I T,

AR TIIRE LB IR B E ORIELZI
HILEIE—DUIF U ERFETHZLEBH
ELTz ABURICKTT AU IF LT, Z
nNETlcvLr 7 — ¥ XK#E BCG I
HSP70-MMP-1I & B FEHEAAAT) =
B F b BCG (BCG-DTOM) 236> THZH T
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77o EBIZ, BCG-DHTM X in vitro X in
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| 7=, BCG-DHTM %R F#E 2L, 20D
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LA EBEICHRIEIL T2, DWE RO MMP-II
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CRVIRICRIT AU I F L THEINCHER
TAHRREENEZE LI, £ZC, C57BL/6
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FL DB N EE TH DI ENATF DB
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EAE S ER SR BB S (A T v S B - FRRMEF ISR E)
SRR EE
N UVIRY 7T DO

WHoesdEE M 0 ESLBSMENTFERT N RAE R X —

YR =R

MEES NBUVROUIZF & LTOD BCGC DERIZ, FDORhE
DOFHIIIELX TH D, L., BCG IOV 7 F & LTCEREfE
FA&h, ZeHIIEEIZEVWEEZELOND, DWE LR UHEE T
HDBCG AL X DNA HAfIC K VERE L, BUVWEIEZEH I+,
U7 F L LTCORRNMEEZR >z, 2 E TOHEMEN TIiL. BCG
Hi3k Hsp70 & HVWE MMPIT DOFEAE H % BCG IZ plasmid ZE S,
TUAZBWTHOWEEBEAINGTAZ L ERHELTE 7, 51T,
KHUE %, BCG 7/ AMIHIAENT 1 a P —BEFNOLRENOFK
eI T D promoter EMEE A FIBAE 7 7 —VIZRE L TE 77,
HSP70-MMP II & EH% 7 7 —H¥E 3 D promoter 1Z L ¥ 38,
T HKEHL % BCG DEE L HED -, FFEMRFHI L Y —F5E V> promoter
TEMEZFFD P86 1T KV BT H/E#: % BCG DEEN 2RI N, BE
WEEL 7D, BRAMEEGTFORELZTV., BEHEECL+OE
OHRZDWT 57 0 —rOEREZED D, FEI o— U OLERIZ
LIVEE BEBGNVE IRV I F UL L CHEARARETHD L E
2oz, £lo, VIF U OHR - BEEFMOTD, H=7A4 Y
NERNTZ BN URET L VOB LED TN D, REEIT,
EE)VIETERE 2 BE, RHMFEEER D 2 EHOBERSEIRIC D VWEES
TR I, REMEIREBICEBEEEZIT ) 2 LIk, HEE DR
HINEEAZ EBNREBEINT,

A, HFREE®

BCG 1MLk, EHOMERAIC X
D ZEMEOIEFEITE NI ERHMON
TWh, BCG X, NvrEVRERLD
FBEBRRETHIEEOT 75
DD, "NEVRVIFU L LT
fERAPRAELNTEZ, LrL, £
DEYEITENE D L S, FHHEO
INSBRY T F DB BMLE L
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WU FUBRREEDT,
ZAIVETIZ, plasmid BEIZ LB
BCG Hsp70 & GV MMPII @ aEH
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HAMEE R TREEZIT o 72,
—J. UVIFURBIIBNT, £
DR & 222D FEE D 77 D R YL E)
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BRI L A MRERE D ERRIER
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FEIXFIEECTH D NFIEIT L2V, £
DD, $hEH =7 A4 TR OIEIR
P L ZOFHEF~OVEDEEY
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B. WFZEAIE
5 WE PRSI BCC DEEE
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MMP 11 Bh&7EBEEF% pUC18 ~ifH
FIANTE, F OFERD L THIZ BCG
urease O _k FHEBELFIZEA LT,
Z? plasmid &, HIBEE 7 7 —VH
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PEREE[&M clone ZIBIR L7z, B|IR
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FERT, K% 2 » AR CMEE - B
PN PEER 2 B B L PGL-1 HLiE R O
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fTolz, Fiz, FAK 20 FEEIT 1HE,
YRk 22 FEEIC 2HOIER 48V
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(fmERmE~DBELE)

B ERRIT, SR OB ERZE
ER2OERBEZITITo12, HFFEOE
MENZ BTz - TIiL, BEHEOERNHE
EZEFHUTTEV, B EEORBH T
W 5 2 55RO & HERRICES
Wiz,

C. WFEEfER

ZE BCG DR

Promoter & L T P79, P85, P86 % .
Hsp70 & LT BCG & LLIXZBVWEH
S, MMP IT & LTHWEH¥RLF
> plasmid % urease BRFIPITHEIA -
urease IEATEHURFEEL BCG B & 18
KLz, TNET, BEEHO—F
B P86 WV o — IS T
ooy, FHEEROIER, B
EFEAEOEIMZL Y, P86 12 &
DWRBT AT o— DEBENRTI
77 (K1), EHITEE - ZELBCG
BEDO-H, I~ A v mth&Exn
ZEFO pJVh3 k7 m— IR L,
Iz Hygromycin BEMLFEEIZH 5
res FoA & s L. THEEEF 2]
D H 9 resolvase # =2 — K§ 3
pYUB870 % i&{xTE A% Hygromycin
BEEZEMEEEZRIRL, &2 F~A
L UBET BB pYUBRTO AL &
BEEBE I/ o— U OBREED TS,

=7 AP B WERERYL R ORBEE

SEFEL, ROV IIZBWT,
SRR D D PCR B A KA FEE
STz, ShEREOHL, #6 X %
82 ADH Iz, BWEELTFHN
FRH & ie, AR T, #13, (fFF)
D34 A, #14, (F) D36, 38 AD
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7 F RO EED TV,

B =7 AT B WYL R DR
WEAERE | BRI E O Hk %
RO TEERLS X, FO%BENZ R
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# 1 (EFEE)RERA 82 mo
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