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1. BHEEM

fERAMIE (DC) AN TRLEBAHFR T CHAT LS, BREFIEOT2F AL L TR oI
BEN TR, L FURRETFHLOET A I BB FAE ALY DC OB REFEHEN fEy DENMDE
TMTEBVWTREHEST TS, DC ~OBEFEACR, G MREIRLIRA GG T EA LS
DT T /UANAR F— (Ad) BELRASNTOED, DCIZ 28R T REAER T A0S H RO~y
LA PGELE R, AdICED DC ~OMEEE R B TS FREMAE, E-T, MRSt RV AR CDC
~DOFRIEBETFRESEH TEDI Y~V AT LOBEN, DC ERIEODFICBNTAELANTET,

INETIHEERIT Ad BEFEACKTS DC OEFMEN, DC 12812 Coxsackie-adenovirus receptor
(CAR) DERBICERTHILERHL, 250, o, A F7VAREESF S LT RGD 79 A/8—3z—Hh Ad
(AdRGD} ZIGHTHILcED, MlaZmtERER2 W~ 54— MRIZEITS DC ~OMD TEHRO R EETEA
LRI LTz, Fo, BFAFUREGTFLLTUNEIE T AT (OVA) BETEHVERIZBNT, ARGD Itk
DB fEFEALRZ DC A5, #6358 Ad AL DC LH8L T, MHC ¥ 50 LHIFIRFREICENTHY, =
ATHBLIERZE, KBRS OVA BRMGEINE2HEET A ELWbNEL, ZTRLOBITER 8T,
AARGD &MV iz DC ~DZRD BUORERE 77 U235, DC RGO F Ikt Bl 8427 L8R
WG DLOTHIMN, TVAILE>TOVAITERES L I THEVRBOHRMEEH T20800, M AR KA R
By SIERENR AR L L DC RERIEET VBT AR DR R ThHD,

FITEABR T, AT/ —~EERE (MAA) O—-2THD gpl00 OFEGFEIBEL AIRCD BLUERA
Ad ZAERIL, ZhOIc BB B AL DC OREFHFERBLUH AT ) — =P Br BB T5H24T. DC 4
LIRS ARGD BETEAOEVHAMAEFTHIEELT, F, ADRGD T gpl00 R FAE ALK
DC DU IF AR BT DB R FERFII OV TLIRIT L,

2. WrEKE
[DC o HpE]

CH7BL/6 w7 A (H-2%) OE#i4ika% GM-CSFIF{E FT8~12 AR T 24059, KA DC 2 bFEL
Fro E2, KRB DC % [ pg/mi O LPS T 24~48 BT 352 L TR DC 238U,
[Ad BLU ARGD DHE%)

FERITEME Ad BELTFADRGD 14, BE1/E3 KRBT T /AR type 5 #6420, improved in vitre ligation method (2§
S THEL o, {RRILIE~ 2 Z— (Table 1) kX HEK293 #laa A1V CHIRL | Akt L5 [ ARG O ORI
Foo B8 —D )it (PFU) bx, HEK293 #iRi% H\ 7= end-point dilution method (Z#EHLL TRIEL 7=,



Table 1. Fiber type and expression cassette involved in each ARGD and conventional Ad,

Vector ID Fiber type Promoter ¢DNA (species)
Ad-gplo0 WT CA gp100 (human)
AJRGD-gpl00 RGD-mutant CA gpl00 (human)
Ad-LacZ WT CMVY [B-galactosidase (£, coli.)
AdRGD-LacZ RGD-mutant CMVY B-galactosidase (£. colt.)
Ad-Null WT - -
AJRGD-Null RGD-mutant - -

[DC ~itf= 1B A)

1 %73 multiplicities of infection (MOI) (ZFREEL - Ad HHV T AdRGD B T DC % 5 x 10° cells/ml [ ZRFEL
37°C T2 WA Fad—arli, £0O%, DC % PBS T3 EI¥EEL., LIEOEERIZHL-,
[Ad-gpl100 331X AdRGD-gpl00 > DC ~D&{E T A D I ]

Ad-gp100 DV I AdRGD-gpl00 IZXDR{E - AL DC (Ad-gpl00/DC HBV I AIRGD-gpl00/DC) % 2
AR L7, total RNA #HBEL | RT-PCR SHTIZLY gpl00 mRNA BHL~VEFHEL:, £-, 2hbo DC
DHARAP gpl00 FL /7R BL-~ILE, 5 gpl00 Hifk (HMB50) % RV 7= flow cytometry SBATIZ LV FRMHL 7,

[DC Fifiv—H—RBHL ~NORITERI W IL-12 DER]

50 MOI Tl 4 ™ Ad 35\ 1 AJRGD 2 REELS® 72 DC # 24 BRRSS# L7258, BEFIfR (1 1-A°, $i CDS0. #t
CD86, #i CD40) & AV 7= flow cytometry SRATIZ KV R T~ —H —RBRL ~AEFFMLT-, £, ZhHO DC % 1 x
10° cells/100 pl/well T 96 7L —MIBBREL , 24 BXIX 48 BRI ICEUR L7 k3 FiEhad [L-12 #B % ELISA
WEERLE,

[Mixed leukocyte reaction (MLR)]

50 MOI TH{5 - B A L7z Ad-gpl00/DC 35V & AdRGD-gpl00/DC % 2 HREIEE# L., 50 ug/ml ® MMC T 30
MBI, e OHIRRRE T 96 XL —MIEHEL, BALB/c w72 (H-29) ORI LT Ao y—in
HZLEANT THEZAML, DC L 96 W7o 1 x 10° cells/well THMLA, ZhEOMBE%E 3 B

CTRIEEE L BrfR o> 18 RIS iR I BrdU #3617 &/, M4 BEi 4. BrdU-ELISA % AV T T #RM Il %
AL 7=,
[EE M ER]

50 MOl T {5 7 A L7 Ad-gpl00/DC $3B\ ME AdRGD—-gp100/DC % 1 x 10° cells/mouse CHHIMEHIZ N
HiEL, 1 EE#% i B16BLE Il (H-2%) # 2 x 10° cells/mouse TAMIMEIEIZ PR 7=, 8 Qa9 -fEEEL 1
EL, SUF DRz » TRSAFREZFEH U, (EBEH, mm®) = (EHEORE ; mm) x (EHOHEE; mm)? x 0.5236
(s ER]

DoFrFuba— b 1,6 HDHVE 25 MO TE{EFH AL Ad-gpl00/DC HBU it AJRGD-gp100/DC % 1 x
10° cells/mouse TAHAMIBEE R ASEL . 1 BRI B16BL6 #l%E 5 % 10° cells/mouse TREIRPB S, 2
B, ZhbD=y 2hbLIE ML, SR EE AL,

BT b — )1 B16BLE HBBZ % 5 x 10° cells/mouse TREFBARMIZR G L, ZOE%. 3 H&BIUT BT 5, 25
HDVE 50 MOI THRIE T A LTz Ad-gpl00/DC H51 F AdRGD-gpl00/DC % 1 x 10° cells/mouse CA{RIBEE
WERGELL, BB REND | BBE, Choo=r2AnbiliefMiL ., mBEMReHHLE,

[Natural killer (NK)/#Efa#E 54 T #MBY (CTL) assay)

50 MOI Ti#{=- & A L7z Ad-gpl00/DC $HBU it AdRGD-gpl00/DC % 1 x 10° cells/mouse CARIIEERIZ N
%L, BEZICIALOwT A0GM A E B SR /=, NK B HEI I OIS =7 o 7 7 —Mifas L
THWE, F7o, CTL IEERIE Q=7 =7 4 —FBlaiL, MAiKa% B16BL6 M T 5 AR i vitro FUR BHIEA1THZ



LIV LT, 7 e & — B OB EFE ML Eu-release assay iZ X0l EL . NK fEPEHITE D& — 4w ML i
YAC-1 fifE (NK @R M) %, CTLIEYERIE O — 7' MERIZIE B16BL6 MEFLIs LUV ELY Il (H-29) & B
oo

[ in vivo depletion analysis])

50 MOl TRIEFEAL] AJRGD-gpl00/DC % 1 x 10° cells/mouse THMIEMICEMNAIL. 1 BE®IC
B16BL6 MIfeZ | x 10° cells/mouse CAMMEIZ K EREL /-, BB EMIZIITS CD4' T HIK, CD8™ T flES
ST NK #BRAOREIL, ZHEH GKLE (I CDY) Hifk, 53-6.72 (i CD8) FilkiB LU asialoGM1 Hilk#
AdRGD-gpl00/DC 24f%4% 3 BRIHE 1 ARMKRT 3 BEENE S L, 77, fE 7o/ 7 —HICHBTE8Y
AR Ty hORE N B FUA% B16BLG MBRUEERLO 3 R RTAD 1 HRERET 5 FIEAR 5L,

3. HFERE
[Ad-gp100 LT} ADRGD-gpl100 @ DC ~DRE 7 M AR R]

RT-PCR AT DR R, Ad-gpl00/DC BLTX AdRGD-gp100/DC 1235115 gpl00 mRNA OFE L ~LiT o & —
FAREIFANIEIL . B MOL THEILIZHA1213, AdRGD-gp100/DC {233V VT Ad-gp100/DC LVE LN B
FBL LRSI (Fig. 1-A), 2, <74 —% 50 MO! CEQRXE7-BEOMIZA gpl00 722 37EEM: DC
HRiLL Adgpl00/DC BV Tidbhd 0 8.3% Th 102w . AdRGD-gpl00/DC T 95%5L - Tdb . AdRGD %
RN ETIRERTO DC ICHEE B R T E TED MO o7 (Fig. 1-B), M. Ad-gpl00 35
LU AdRGD-gpl00 @ DC 23 DHBE B RFIL -5, B2 F—44, 50 MOI L FOAE I DC @
viability 122 A BIF XA o1,
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Fig. 1. Human gpl00 expression in AARGD-gp100/DC and Ad-gpl00/DC. DCs were infected with AJRGD-gpl100,
Ad-gpl00, or AARGD-LacZ at the indicated MOI. After 48 h-cultivation, human gpl0C gene expression was assessed by
RT-PCR analysis {(A) and flow cytometric analysis with an intracelfular staming method using HMBS0 antibody (B). A: PCR
for human gp100 and mouse §-actin transcripts was performed on the same RT samples using each specific primer set to ensure
the quality of the procedure. B: the % value in the parenthesis expresses % of M -gated cells.

[Ad-gp100/DC LT} AdRGD-gp100/DC D FFHRRA O]

Flow cytometry % BT, Hi 2 D#EFA Ad HDV T AJRGD # 50 MOI TREQER7- DC O MHC 4y F-/ L85
SFREBRL AT LIEZ A (Table 2), E3A Ad BRI DC T, intact 72 DC &EEBRL T MHC class [1. CD80
LU CDBE I DWW T RB MR LI, o, ThbDG T ORBRWIMT, <77 —I L= Bt bD
AHEHDEEEICH DL T AMRGD B DC B WTIVEETHY, LPS THIBL7-F# DC It 51~
Thote, B, FEHER Ad Bk DCIZET5 CD40 BB L UL intact /¢ DC »*EHRE ThH-o705. ADRGD %38
ALz DC o BWTIEASD M CDA0 OREBLIEINLED LR,



Table 2. Flow cytometric analysis of surface markers in Ad- or AARGD-infected DC.

Treatment MHC class 11 CD80 CD86 CD40
Intact 90.6% 67.0 39.0 18.5
LPS 163.5 117.3 113.1 218.2
Ad-Null 167.1 79.9 382 17.8
AdRGD-Null 1721 93.9 131.7 108.9
Ad-LacZ 1415 4.4 52.7 19.6
AdRGD-LacZ 171.7 122.1 81.1 §3.4
Ad-gpl00 131.0 81.2 62.1 21.6
AdRGD-g_plOO 174.4 122.8 96.5 43.7
3. MFI

Wiz, b DCBITS IL-12 BEARES ELISA ICTEEIL & (Fie. 2), 5538 48 BRI T, intact 72 DC 0
IL-12 S WS R R LU T Thhof=dIicxt L, (€3 Ad 2RSS DC Tldb 0 Cidd o 1L-12 DEAS
WAHSERH BV, AIRGD B DC 2BV T L BAE 1L-12 A TLENBIR AN,

200
I Fig. 2. IL-12 p70 secretion levels in various Ad-infected DC.
=—E" DCs were infected with six types of Ad at MOI of 50 for 2 h and
- 150 then cultured. At 24 (white column) or 48 h (black column) after
E ] infection, concentration of murine 1L-12 p70 accumulated in
"'o" 100 culture supernatants was measured by ELISA. Data are presented
IE_ as mean + SD of three independent cultures. N.D.: IL-12 p70
secreted from DCs was not detectable.
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[Ad-gp100/DC BLIK AJRGD-gpl00/DC @ T MR R B AE]

Ad-gpl00/DC BLUN AIRGD-gpl00/DC (255 allogenic T FHIROHEANMEAEY MLR CTHEML7 (Fig. 3),
Ad-gp100/DC i, intact 72 DC &L T T MR KR RIICER 3 52LH5TE, LPS #i L7k %4 DC &
FHFRS O T AR ERERIEEEZAL TV, E6IZ, AJRGD-gpl00/DC THIEKL 7 T MO B RLIEAE THY,
AdRGD-gp100/DC % AV /=D T Ml EIFE e N E 2 DR RGHE CED MR RS,

0.6 T Fig. 3. Allogenie T cell-stimulating ability of AdRGD-gp100/DC
05 | —@— AdRGD-gp100/DC and Ad-gpl00/DC. C57BL/6 DCs were infected with
B ! —O— Ad-gp100/DC AdRGD-gp100 or Ad-gp100 at MOI of 50, and cultured for 2 days.
¢ 04 — 1 PS/DC Ngive %A/I_I.Jli.:/c T cells were co-cultured with AdRGD-gpl100/DC,
€ s Ad-gpl00/DC, 1LPS/BC, or intact DC at different
2 0.3 —Li= Intact DC responder/stimulator ratios for 3 days, Cel! cultures were pulsed
8 - with BrdU during the last §8 h, and then T cel! proliferation was
02t assessed by BrdU-ELISA. Results are expressed as mean + SE of
r three independent cultures using T cells prepared from three

01 individual mice.
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ISR NI R A LB AL T2, 508 Ad-gp100/DC 551 ARGD-gpl00/DC % f P 6asis L 4o
BI6BLE FEEHBHEMEL /LA (Fig. 4). Ad-gpl00/DC % BE TG 2 RE SRS IR I MBI X S50
AIRGD-gpl00/DC FfERE T 6 T 4 HICIEIBO Se SIEMEAER S LD L D88 7 RS S B B ST,
—J . m b e BB YRR DC (ADRGD-NUll/DCY %6 Uiz~ A3, BB BRI HH I3 2 @i
R,

3000 Fig. 4. Vaccine efficacy of AdRGD gp100/DC and Ad-gpl00/DC
&~ AdRGD-gp106/DC against BI6BL6 melanoma challenge. AdRGD-gp100/DC,

-0~ Ad-gp100/DC Ad—gplOG/I?C, and  AdRGD-Null/DC were prepaljcd 1|§ing
cormresponding vectors at MOT of 50. C57BL/6 mice were immunized

20001 B AdRGD-NuIl/DC by intradermal injection of transduced DCs into the sight flank at 1 x

~~pPBS 10° celis, and then 2 x 10* B16BL6 melancma cells were inoculated

inte the mouse left flank after 1 week post-vaccination. The size of
tumors was assessed using microcalipers three ttmes per week. Each

1000 point represents the mean = SE from six mice.
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Fiz, HOAUE Ad-gpl00/DC HHV ML AJRGD-gpl00/DC % §3E 72+ A2 B16BL6 4810 % B EIRFE 51,
BB REBEL LA (Fig. 5-7), MEEEY DC ~DE~ 22— B R IEL Tl i M 388
Do, EOFRL AARGD-gpl00/DC FE#E CLOEN T iz, &512, BI6BLE QD REIRME 51412
Ad=gp100/DC &%V T AJRGD-gpl00/DC % 3 Bl ET A e LAEETE 7 T ha— 21T -7 BRIz (Fig. 5-4).
ToF T aba— L L TR RSB BRI E E o700 | 2118 AdRGD-gpl00/DC MHE =~ 2T )

DA B SR OML NERESh T,
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Fig. 5. Inhibition of B16BL6 pulinonary metastasis by immunization with AdRGD-gp100/DC or Ad-gpl00/DC. AARGD-gp100/DC,
Ad-gp100/DC, and AJRGD-Nut/DC were prepared using corresponding vectors at the indicated MOL Experimental procedure of both

100 120

vaccine and therapeutic protocols was described in Method section. Results are expressed as mean & SE from six mice.

[Ad-gp100/DC BLTF AdRGD-gpl00/DC D NK/CTL iHHFH ¥ 2]

Wi, Ad-gpl00/DC HAVME AARGD-gpl00/DC A4y
Ad=gp100/DC RERFOMABIR I, o bar—ABEREEO NK FHEBNEHLN-IC
AdRGD-gpl00/DC Z 5 fF LTc= 7 AD BNIIC IS T, YAC-1 MRS 28 %

i,

FLTZw AT D NK MEM L BE L Fig. 6),

BE oo,
TR L L E AR
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Fig. 6. NK activity of splenocytes from mice immunized with
AdRGD-gpl00/DC or Ad-gpl00/DC. AJRGD-gplOO/DC and
Ad-gp100/DC were prepared using corresponding vectors at MOI
of 50. Transduced or intact DXCs were vaccinated once
intradermally into C57BL/6 mice at 1 x 10° cells. At | week after
immunization, non-adherent splenocytes were prepared from
these mice, and directly used in cytolytic assays against YAC-1
cells. Each point represents the mean + SE from three independent
cultures using splenocytes prepared from three individual mice.
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o IhbD=TAD CTL EHEEFFMALZLZA (Fig. 7). Ad-gpl00/DC #ERED 7 = 7% —#il2i- B16BL6
MR DB FETEELRBH DI, I5IZ, AJRGD-gpl00/DC SEHOT 7 x 7 ¥ — kL, L0$hEAYi- B16BLE
MfaEEE L, — 7. gp100 ZRELA2V EL4 #a% 5 — 4y MIRELEBEIZIE, COBOT T /78 —Hlb 5
EEME RIS ED0, Ad-gpl00/DC $HBDU NI AJRGD-gpl00/DC D&FIZLnikEins CTL FHitlk
B16BL6 #F BRI THDIEMRENT,

50 50
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Fig. 7. BL6BL6-specific CTL response in mice immunized with AdRGD-gp100/DC or Ad-gp100/DC. AJRGD-gp100/DC, Ad-gpl00/DC,
and AJRGD-LacZ/DC were prepared using corresponding vectors at MOI of 50. Transduced or intact DCs were vaccinated once intradermally
into C57BL/6 mice at 1 x 10° cells. At 1 week after immunization, non-adherent splenocytes were prepared from these mice, and then were
re-stimulated in vitro for 5 days with IFN-y-stimulated and mitomycin C-inactivated BI6BL6 cells. A cytolytic assay was performed using
B16BL6 cells and EL4 cells. Each point represents the mean + SE of three independent cultures using re-stimulated splenocytes prepared from
three individual mice.

[AJRGD-gp100/DC ol 55 £ R 5 M4 2 )

AdRGD-gp100/DC D7 I 551 B16BLE BB RO F B+ AT 572012, Hi CD4 ik, £ CD8 Hifk,
BLUHL asialoGMI HL{&% BV 72 in vivo depletion assay #1T-7- (Fig. 8), REFHERITEITS CDS” TRl L
U NK HIBR OFE#BIE, AdRGD-gp100/DC DRFIZEDFEINLIEBHFAME D RICIZE AL EE RITEh-
7293, CD4T T BN EICIVELWHIEESROBEP BB, — 7, ®FE 7= 77—BICBIT5CD4' T
HIRADTEEIL, AJRGD—gpl00/DC {ZLRV 7 F LB RICIFLA BB FIZS T, CD8' T IS X U NK Mg 44
BSELILTHREENROETHEO LR, #-5T, AIRGD-gpl00/DC HFICL->THE LA BI6BLS &
BHROEBRRTT /¥ — IR, CD8" CTL BLUNK M THY, $-, Thb oy m o2 — MO+ 45 b
it GETHEMRICBITAIEM(L CDY T MDA~ BRI R EURTET B LKA L 7=,
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Fig. 8. Determinatien of immune subsets responsible for the protective immunity induced by vaccination with AdRGD-gpl00/DC.
C57BL/6 mice were immunized once with t = 10° DCs transduced with AdRGD-gp100 at MOI of 50, and inocutated with 1 x 10° B16BL6 cells
at 1 week after immunization. Antibodies, GK1.5 (anti-CD4), 53-6.72 (anti-CD8), or anti-asialoGM 1, were intraperitoneally injected according
to the indicated schedule. Depletion of T cell subsets and NK cells was monitored by flow cytometry, which showed >93% specific depletion in
splenocytes at the time of immunization or tumor challenge in each administration schedule. Each point represents the mean & SE of six mice.

4. & =

VL, AT /AR GBI UAT 2 AR S L COB 2 O MAA Bra—=l 08, AT —=ilkt
THHEB ORI OB BB EEMEE TR s, MAA D—2THhD gpl0 |3, =V AR L PLIAT /T
WRAICRBRBEINTEY. FHERICEVREREEH 7470, Mg LB RARERIEIIRITLE
WA ST EEZLITOD, £, =0 X gpl00 MEIAHIT 75.5%, 7I/BEEHIT TT%OMEMEL A 5
epi00 B FAEHBL AdE v U AICE 5358, bl gpl00 R RM T MRS EFHE T HiE00 T, vV AB16
AF /il LR ERISERT T MiEEERL FHAERRCTE DI ENMEZIN TV D, £ TR
o CiE, ADRGD 2RV 2 DC ~DOZFEO RV e gpl00 BIATFEAN, v A BIGBLE AT/ —vET MZHITEH
DC RIS EDOH IR ETATEN TELLIC VTR,

SHETICHEZET . DC T Ad B{E T8 A QRO AT IO AT R CAR OFREARRRDTZ LAV
KL THBHIERREL, UR—4—BEFEAVIRIHND, 773D HIA—7IZRGD X F RIS T5H
AVARIVAF FEFRA LKL AdRGD 23, #6350 Ad LHEBEL THesh TN DC ~OBE T B A - BEFELTT
ZEE RIS RS THHOMIC T DI LD TET, SEIOBETHIBVTh. AdRGD-gp100/DC @ mRNA L~k KR
B gL~ VT gpl00 FEREL, Ad-gp100/DC LU TR ERICEN TEY, 50 MOl T AJRGD-gpl00 2@ AL
P BEAIE RERTO DC T gpl00 ESF2E A TR ENTET, ZORRIL, DC ~OHFEE T T I ) —i
AJRGD A3 TH R THAZEERL T DIED0 T AdRGD BAB-FE AR, (RO AT Y — L AT LT EE
LENTERE A OBREBETICIDDCEMETIELL. B FEATESMRCAFMROY —T 4 VR BETD
ZE ZHBO DC OERES M RRIT CELFBERIDIEEERT D,

HAz, ARGD (2 EVIBGFEASN DC OREEHNREY in vitro SRR CRITLEZA, MHC &F /460
B4 T OFIMIAIRAL TN IL-12 WO AESROBIL, SR TR CH D45 AdRGD JrEtE DB
FHAILHT DC AEBEMICRATLIIENRALNLR o/, T, IRBOBRIT, < 74— BRSOz
FRof 13— H— O BB LU B 5T, R Ad 2RERSET DC X0 AJRGD AL DC THE
Thyolc, (T, AJRGD AV VETIERE Ad &MV oiB R 78 AL DC OFE#ML, DC AR ATEAZS
— B AT ARTELCUAO TR L HEBZ S FU7-, 512, MLR OFi B, AJRGD-gp100/DC i3 Ad—gpl00/DC &b
LENLT T M RIBARE AR L, AdRGD (XA HURRAG T EALEIEMICE DC 2 RS E LI RENT,

TR OEESHESE AL EBETE A RICHEL T, AJRGD-gpl00/DC DY 7 F L ERIET,
Ad-gp100/DC HEREL BRI T, =17 2 BI6BLE A7/ — = EF W31 L0 5k A7 BB A I 20 45 L O



M SR AFET LN TE, SHIT, B 7 aba— 280 T AdRGD-gpl00/DC O G 13@ - fsaism
HRERIE L, AT/ — v RBGEBEOEE THIZER, AT/ —vBEDTRIEO TRRTHIILEER
Be  BIEZ LGB AT —<Tx LT AJRGD-gpl100/DC D SV ENTHHEVIERIT AT/ —~DFHE
TEOBEHILIEFITEBETE . T, Ad-gpl00/DC T L ELEIL T, AJRGD-gpl00/DC ZRZELTIZ7VAILE
VT, NK A5 £ 18 B16BL6 # 2R CTL OIEHLASHEIRESN TEY, Zhbid AdRGD-gpl00/DC 285 T #ifa
~OFIEO B gpl00 HFURIETE IL-12 5O TLEIC KL D EF LI, EHIZ, in vive depletion analysis 0
B AJRGD-gpl00/DC DY/ F AERICLYFHE IS BI6BL6 IEERE O LA TT 275 —fifahs, CD4
T MR~ SRR R TEBICTE M (ks L2 NK #ifE & B16BL6 45 RA0 CD8” CTL ThHIEbREEs, 47
1, AdRGD IZ LV R E F 22 R BB A LKL DC i, AEMICRBE LU IEEREHURE MHC class |
SFELTCDS T MI~ETT AIEND TR, MHC class [ 53 F %247z CD4' T #if ~DHIRETS RIEFIC
1T-TEY, B0 DCARBCHED [L-12 Wt o L > THIRM SIF AL (Thl {RIE) RERREFANMRR IR
LTnbEEZ LI, '

ARERRLRETDL, AdRGD 1 DC ~ORE THAILBW TR ICHAEOR WA — AT LTHY,
AdRGD # A USSR FRETF2EALRL DC 23, NKIEERS L URRERE) CTL B0 BRI &S8R
GIELYHRBEHTEIFERV I F U RETHHEN RSN,
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