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HFLIE LIRS U T Thl JFN-y) % Th2 (IL4,
IL-10) Lo o REICE L THAMEDOY A bAoA ¥
EOWT A EMs, RBRIGOFMIC D EE LK
BHEoTWAEEZLNTEY, BE, M4 BHE 7
LV X—, BOCRELREHLRHEICBVTRELH
5ELTwa™® F7 HEALZNKTHEIZT
HL D X 912 FasL #4 L7z 38— 7 3 U ARGV R
EEBBELFoTWEDT, He R EE
OB FE LT B, —F EHH{b L7 NKT
MR A b A R GW LT, BIEIZTR M-
AREA™. ZHULiEEAL L7 NKT #IR 38 %4 4
b A A v EEERE R FOoATHUS, WL L7z NKT Mo
EMAFRIEFRERICOEZELRITT D TR
MEEZLNTWED,

1997 12, NKTHilgD U v FO12E L To
Galactosylceramide (o-GalCer) 2% &1, a-GalCer
A ARt b NKT ML EE LT 5 2 L AHES
N7=®% oy FAORISER, 5 NKT Mg,
invariant NKT #ifig (type 1 NKT #ifi2) &£ non-invariant
NKT #ifa (type 2 NKT #ifa) o 2 HEICH T o 5.
T7%bb, typel NKT #i2id invariant TCR-o 88 (&

b TUd Vo24Jol8, <7 ATiE Vald]ald) ##H, o
GalCer {2 CTiEMHE L& B, F72, 0-GalCer/CD1d 7 +
52— HVIIEHRHISEETH 5. —F, type 2NKT
Mifalx TCR & NK v —h — 2R b, #i4 2IRETEL
BT AT LB TH A7, type INKT Mg & £
Y o-GalCer D& 9 YAV FIZAIEZ N TWR\nHT,

4. HBV B & NKT Mg DiEMEAE

HBV ORI B VT, NKT fifgz .08 L7728
RGBSR D7 4 IV AHI 24T, B HBY
BRI~V S— T HIlD 5 iZHIfEEES T Milnz
U &3 2 EARENRE L RS o8tk (7R
M=V ADFHE) 2 EO TR T A VAR ET 5
TWAS - Linl, HBV BEBEHOHRBIECHEL
T, BRAMAFREEOFEEY ¥/ SHIAHC T
HBV DNA 7%/ % LAz CD4" T Mifig=e NK f#ifao
B ZRED L T2HEEIH S D009, HBV
A NKT il 255 2 & A EEEH L -HETL
vy, Baron 513 HBV Tg ¥ ANFHFR < 7 2D non-
classical NKT g (=non-invariant NKT #ifa = type
2NKT M) 2BALLL SOAFEENELL L
5, BHANIFAICBIT 2 FEEOEMEMaIE, NK
MIfE = T M Tt % <, non-classical NKT #ifg T 5
LW L 72" Non-classical NKT #il fig A3 HBV Tg
<7 ADFMRE LD CD1d 7 FICRR S M7ATH 0
PELZEE LU CERHEUFBEL S22 LEx
55D, EBEO HBV EEeA NKT Ml 2 &L s %
PEIDRIAHTH L. £ TH4 X, HBV &E1 ¥
HAENBHBRITT T AP TRBRD TR R T 7/ ¥
A WA (AQG-HBV) & /B L, HBV &3l X 5 NKT
MBROEMALS L ZORFEIZOVWTRE L2 Ad-
HBV BLUHE®D Ad-LacZ (2> baE—) 2T A
¥ 55, FFPRIEEY 238k E T floweytometer
T NKT &L 2 RE 3 % & typel, type 2 NKT
MRS E HITEBILINL Z E 2R L7122,

IEHEAL NKT MY HBV OB R%2 HH$ 2 & L3
ZHE SN TS HBYV OFEBAFEL HBV Tg v
A2, o-GalCer 2#5 L type 1 NKT Mg % iEtEib 2 &
% & #3253 H 1213 IFN=y, TNF-o/p HAEHEC HBY 0%
AR &5, T 72, L L 28R & 0 5w
&N 5 interleukin (IL)-18 1%, NK #fifs, NKT iz z
EMALT A Z 812 o TIFNy % IFN-o/B 2 FFE L
FOEE HBV PR S 2 WEEEAVR S /-, $ 4
DEBIZBNTDH Jal8KO <7 A (type 1 NKT Hilgx
) F/4XCDIdKO <~ A (NKT #ifg/xi8) 12 Ad-
HBV ##%575% &, BAR <Y A CHE L HE L
B LUCHAEE NK#ilE, CD8 T Miflas L °CD4*'T
MROFEEAMETLTBY, & 5ICFRRKIEN R
L, 2> HBVDNA BEOETABELL. 202
Eah, HBV BEIC X ) NKT #ifgsmiib L, £#h
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Fig. 4 HBV BR¥EI2B1) 5 NKT MRREE/LEE.
@ HBYV OS2 T, FRICIEEDE (phosphatidylethanolamine : PE) 2555 &N 5. QRBFICHFE S 25w
phospholipase A2 (sPLA2) i12& Y PE #%lyso-PE I2Z# & h 724, @ MTP ZHIZX Y lyso-PE »° CD1d 4-F LIZ#ER
ENhb. @QFEREZERLA CDId I, FFHHEERE LSBT 5. NKT MBI T cell receptor (& TIREHE - CD1d
BEKETABE, FHILL, OIFNYyZEDOHYA b IA VE2HWMTAHILICE o TNKHIME, CDS*T Mg, CD4'T
MR OFEEL T, HETHBV #ikicEb s, 2B, AHFETIE type 1 NKT #Mifgid, HBV BREIC LW FEEI NS
JREPECHEIS N Z L BHEO ML o/, ZORENEORZEICIRE> Ty (" THER).

AEA & 72 o C NKT M4 NK Mifg, CD8™T #iha,
CDA'T Ml 2t T5 2 LICL 5T HBVIC K BHF
WARIESR L O A VA MFEZ T L T 5 2 & 25D
O BNz Fa ORERIX NKT MO, R
By CTL 235§ 5 &) BRI —B T AR TH -
7e®0 I 60Z &h o NKT #ilg oLl HBV
FERIZ BV CRERSORM L L TEER RS2 H -5
TwaeEZLNT.

Tk, HBVIZ X o T NKTMifigix, Lo X9 25
THEELENEDTH LI D P Fa BB D~vy 2%
B %2 HWT, HBV B2 X - TN CREIE
DEEA S, R IZEEE S 17z soluble phospholipase
A2 (sPLA2) ®ffi %12 X - T lysophosphatidylethano-
lamine (Lyso-PE) I2Z# &, ThPWEEI VK
& LT type 2NKT Mila 2 i&HE b5 2 L 2L ICL
722, o-GalCer % type 1 NKT B2 %53 % ¥k (ma-
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rine sponge) HSED ) ¥ K TH 5%, 1yso-PE & HBV
PHETLIHRNEBE IS FELTHOTRESINZS
itk o kix, U VLY B8 (lysophosphol-
ipids) &, & MERIZBWTCDIdGFDOYF Y BT
HBHEDHEI—HTIHRTH o727, L7z, sPLA2
X lyso-PE OEBICBWTEETH A Z ML Tn
B £V AT TIAFA sPLA2 25FE 3 1 3
LD KT BH R TH o7z, —T5, type
INKT #ifgd HBV BRI THEE SN A M550
REPEICL > TGERIEEINA Z L P L2205, £
DY F Y FORZINIERE-TELT, §HOBETDH
5. F7z, microsomal triglyceride transfer protein
(MTP)E ER ICHFET 2 &HATH Y, ARMED Y VIF
BHHE % CDId A F LICZ T ETHREZFE-TWwA T
EFFRE I N T WA 213 HBY BREFFICD
F#C CDId B F~DHERRIZB T MTP S BE T
HbHZr%HMipKO <Y A (MTP #ZTXKIE) %
FAVTRER L 722,

E 51K 4 1%, Ad-HBV © HBV &IEZFXRIBY A VA
(preS1, preS2, preSl+preS2, SEIETF/RIB)F1ER
L, B&H &~y ABMlass NKT #ifs %2 & %
PR LA L 25, SERIEFRET A VADHT type
2 NKT Ml EELA%8ES L, HBsAg(large S) #F type
2NKT MO FHEEALICEETH S LEZ bR —T,
type 1 NKT g 0FEEALICIE, 201 5 OBEFRIEBD
HEIIRD Lo 722,

PiEX b, HBV &3 X Y type 2 NKT Mg, LL
TOBETEEILING Z LA E %572 (1)HBs
B X DFBEINLBEAES, S, RRICHEIN
72 sSPLA2 12X o Tlyso-PE £ & 5. (2) Lyso-
PE #*MTP &HIZ L Y CDId #T LiciR&n 3. (3)
Lyso-PE & HEIER L7z CD1d 7 Fosfiia s bic R
BB L type 2 NKT M PR Z 1TV, LS
N5, Q) IFNyZREDH A AL XI2L Y CDA'T
#ifE, CD8* T #ilha, NK Mifg25iE AL & 1, 3R < HBV
BERRICBb 5 (Fig. 4).

5. b I
S HBV Btz B8\ T, B4 B i s
HIZBRELAWRA S HBV $ERICm 25 . AR T,
BORER SN Twb NKT Mg s il & L7zfE ERIER
B DWW TS L 72, NKT Mg, 488 - 850 kT
RIZTHADE D EVA, Tt OFSRERD S HBV Bk
ANKT MfE b2 &R L, ZNRE L 2T

Bt o REH ML OE A LATHE S I, A9 HBV
HERRICIID D S E DS R0z & W) BET, 4
OHFEILHBV FIROF L WA T S hb L ERD.
EHI, 2O Ehs NKT Mg hEmEoNS e L
THZTH D LEDLNDLY FifThbhs: type 1 NKT
MO F Y FThHA o-GalCer F V72 B RIUBMET %
T ABERBR T, BO2REY 4V AETR
Dol LiL, BLOHZETHE S lyso-
PEX HBV Kk Y FEENEEMNETHHZ L5
MEFHEFTE, POoLENFEYETHL DD
BWERD A w2 LAVEE &5, & b NKT Mz,
TYALRET S EBRICARL, Y AEBRTHEDS
N-FREF e P THRBRICELN A DTSR S.
LA L B EUBMIFABEICBIT A NKT i, &%
HEHBLCTARWAS, HBET U7X 5 E8RD
B NKT MR oM EET 5 L OFHED H 57207
v ARBRE b T HBV BHm2id NKT MR s
BEEFSAFEETWAEEZ L 6ND Lyso-PEICL B
NKT M OEBEALICB S 2 8138 %4TH = & T, FRY
1213 HBV HEifR % HiE U7z B RUB MR SGR I AT
UL DH B0, SBROT-LEEREZER W
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