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PD-1/PD-L1E 1% b A AT K A0 K R A AT & W S5 8 F AR A a9 FF R k& [T/CD]. +

FAR S5 A0 A 18 1 L AL 5 OO A R R Ak 5t

FHE AR AR=E

NI E E AR R 40 M (nature killer cell, NK)
HARE S, HFANDLFASEH T ARGV I 5 & 4 1)
EEPE, LTAT 49 % (hepatitis B virus, HBV) &
Herh NK 4 fu 9 W5 S it T A RIS ok % 181X 4L
o P52 280N 20 A T U B0 ARE BA58 1 E 2 T e . NK 4 i
B CTINT R P HE AEF R . IR B IR R W,
NK 4 2 B & 35 P 28 A1 G 115 D RE,  tood it
YT ARIEAE FEUN . T IRCEE NK 40 M 1P 25
AU AE R AERE— DA .

— NK 40 5 H A58 o i Ak v

T i HBV e b NK 40 i (04 . 3 26 40
TE PR O ORSE, JLARe ok D i o DA 58 1) i 52 2 T
FM o Xl CRBERFRL RS A9 AT S P J
PRt T — A RIEREE o R (R 52 2 2 th 22 07 1
DRI B, Rl s AT, Al i I8 RS R B g
BTG 52 M I P 0 0 i R A A 1) 2 &l B 2 7Y

NK 4i i A= 4 Dy e & U 15 22 FF 10 40 B 5% 10 52 44
A RS A o JHF 52 P B2 4 RIS 75 41 e 55 NK
A0 R 4D T A 1) A DR & — AN W WI T 4 88 A7 F 5 11 40
W tetn: fefg k& B 98 (chroinic hepatitis B,
CHB) NK 41 il Tim-3 JE A (1) 235 Tk, ] BUR i
I fig Mo i 2L fic 4 galectin-9, 1 Kupffer 41 i 5if %
i5, Kupffer 41 I A 5 7= 4= G2 18 40 i A 5 TL-10 Al
TGF-B ] ffd NK 41 i 52, 3261 5% i NK 40 i =,
G HE— D8 W i afn 52 5T B8 21 52 i, NK 4
JH R DL ke 4 () JHF 40 P e ko PR U NKC 40 i A
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JHF 40 M S 380 R 45 5 AT E— 2B TR I, FZD i MHC T
280y F R4 A NK 40 B R4 v e 4 B

JFAR JE I NK 40 B4 e & FI X e A
e JEIRHF AT, NK 40 i /5 43 Lol 248 A 1) 3 6%, K
2105 BTN B A M 1/3. BT AIE NK 41 B 2 B0 e 7Y
KO RERFAE, AN T4 E NK 4. Fr A2,
JH- P9 NK 40 il K 2 30 CD56™™™ 1, Xl b & —
AN A B, AN T CDS6™™ 26 78 3 5 4 4p
}% [4-5] .

CD56"""NK 41l ffg LA 43 304 41 Jfg A ¥~ 2 TFN=y 24 &=
I fiE, CDS6™™ NK 41 #a LA A% 45 Th i . NK 41
M AT fe I E R it 5 NK A G S H# S
A K. HIAE 4> BF 9 CDS56"™CD16™ NK 41 il 1) %
TEAR KV 189 2% 405 40 0 5 98 BR B (1A A2 4 (Killer cell
immunoglobulin-like receptor, KIR) , X1/} fE <3 R
HIEL e W NK g0 M2 e i HF AR, > B NK 41
H AT A 2R R, 3% 5 A I R AT &
H— BB T BN NK 20 i i ks, B
HERRBRAE AR, BERT ) NK 20 3l 55 4 g
(¥ NK 40 i FaT R 40 A0 RE e ks didln 2 0, SRUE
T AR NK 40 FT ARG Mok LRSS, NK 4i
— HITHE R AFRIPE 2547 FFAE NK 4088, FF NK 41
HE HBV U SR I w45 U b s 5 (g 4y
FUHF NK 40 5 K i A4 A7 e 3k — 25 (i 9. 51
A AT ORAE /I B AL IR R B, NKC 4l it 1) i B 1
Z Ak CXCR6 XPRRE - PLEA “Idi2” shfe .

o NK i AEE T AT 4 A B0 2R

OV 22 HOEE 3245 NK 4 g aa /e A .
BT IR IAE BN S R S v Bk e Can A
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P R BT EE R R 20 B L), e IS KIRs
FUHLA 4 7RO AR U ™, KIRs AL 542 i 2 1A
(1 I ] fE 2 NK 41 B IO AS R S g i & 51 1, NK 4
iS5 45 8 T K G v LR AR e IR ), RN R
% B B3 9% B¢ (human immunodeficiency virus, HIV)
JE G b KIRs U9 52 2 [l (e &R e se ™, #7
[ Ah 2 ifiE, #ik KIR3DS () g, 78
) NK 4 i LA e i 1 s o g 1. HL KIR3DS1 Al
HLA-Bw4-801le i Wi 2 Aty AR i Mo ot
LRI —/N KIR 5 HLA-C 3£ K41 4 (KIR2DL3 Fl
HLA-C1) 5 IFN-a /897 AN B JH & 1 s B 52 0 AH G,
5 3 R P B B IE A O, R X S R A
PRITRRT 9 93 13 gt AR 1 17

FEHBVIE Y b, NKAW I8 ik B 42 52 i sk 8] £ 1)
TN M Js N K FE B BRI . NKH M 3E ik 7= 2 1) 4
Ji PR 7 A TR Ny 0] DU BET 40 M 10 S 3, WF 58 W T4
I P ke 2 A Ao 0 2 e 1 37 B BR 0T NK 41 e
N G T 2 0 L ORI/ 2R FLBR AU T 52 A& 1 S A s
JF 40 B o 428 1T 0 kT AT 47 9 3 ok L e DA o Je
(AR L AE T AR o 35 BRHBV 1) 3E 40 i 3 Af L 3
ik 40 M S F G TF Ny, 751 BO 290 9T R OCRREAE
o ABALEZEFE PEHB VI ZE r, NK4H i ()3 841
TIRIAE A SRAFAE G

T SR 980 B B G 1R 3 A8 A B NK 4 fifd
IPT BRI 11, 2k HBV IR RN L, NK
a0 A R A HBV S, 78 i B 85 7 ke 7
TRRHIVER o oA, BESCR I NK 4i fa e
A 40 i i Bk HBV IR BER¥E TAEHT, JEfERE
F R TFEN-y AR SER T - (OB I SRR XA
B rh, B S (0 5250 2 B TR DG AE FH 12 T 40 a1
A& NK 41, BF9T s 76 S HBV B, 5 ER
1t NK g i % 5 4580 ™, JFAE08 55 10E i 1A 21 T,
AL LS R 3 5 53 8 1 888 o v 52 B3 B,
FAh NK 40 B f 75 A6 A0 350N Th g T BE 5 e e 0 40 i
K7 IL-10 5 S 0, 19 £ 7 5800 23 AR AR 1k 38k 4o
PEN B, AR ST TR R S B AR 9 7
SHIET, JC NK A2 5 005, AR, b3k UK
P im0 B DA DG L 4R SR R R R A SR, R
J& NK 41 i 335 44 52 & NKp46 ~r Bl i PV, 21 NK
0 i n] e A B B BeAs i HBV AE T KTk

180 SRR EE RN, RS E/KT (95 B IE
FUT I 52 PAEE 25 A i R AR P 5 T 40 i ke . 78
T 41 N D REAN 4, TCRLI s, Frak i
JERAERE DL R, KA  NK 4 ia A ml fE ke 204022
PEPUREEE T, X2 ABM. BIEMEIEEY, NK
0 B At B S B i 52 45 T OCBEAE . SR BITE AL 1)
HBV FE5 T 400, 55 a2, f8 LRsET -2 0k,
i H 72 5 52 B FAR AT AN B P2 Beabh, A7 28pT

FERW, FEMRTECTIR 2 3, NK 4= IFN-y ;=
A B, AR AN I RO R A et T 4
RVIRCRACT . H2EINA, 78 NK 40 Rk st
PERITREBRE T fE & tH T IL-10 11 TGF-P 75 I IR 520,
FH T 75 A4 A/ BEL O 40 3 40 i L1~ TL-10 T TGF-B K34 J5
NK 41 i (%) 2 R bl 2 g0k 42 P4 180k 2 RURT o,
WAAE 2 PE Y —FF, {746 IL-10 KEMiF S P,
J& NK 40 g 3 ik % P 1) o B B e 10 32 22 IR 2,
7N BB 78 3 Tk 26 £ 2 400 261 40 e D1~ ] DL o 9 1 3L
ZARFIEMEE NK 4 Dh . TL-10 8 ik 4 Fr e i L gl
(R A B Y NKG2A" Ly49 ~ NK 41 it S 28 117 45 B T+
JIE NK 40 iR P, ek 2 BT R e, NK 4i
A2 TEN=y TR BEVARIT DI REIES 0 k2 5 5 NKG2A %
BN RECRAE R P, MR BT 4 o NK 41 i
IIREZ 8, #A A& i TGF-B K il NKG2D/DAP10 Fi
2B4/SAP ik 5k P MSOIRZIAE (dendritic cells,
DC) LhRekfig 218k LR RIK G —N K%, DCs J&
POREEMPURIL LM, 5578 PR T RIS
FELEAERFIUR L, HBV 5341 fiff DC (plasmacytoid
dendritic cells, PDC) -NK 4 ff i) 22 H.4F F ¢ NK 41 iy
77 TRN=y fig 173245 B, 3 T NK 405 HAb s an
MUAH EAE R E . 1R 16yT AT LA gk &
T 98 53 DCs [RAEYETE ),

= NK 40U ¢e HBV J&YL 800 18

SR 20 55 2 ARG MO L IR B, A P % Y.
filh 5 A S AF G« 7F HBV %5 JE P /)N BURE 5Y 5iF B,
PR T 2 1R 9 e W T A AR S kR A, SRALL
45K H HBV FRELIR gL 838 w5, Hoarid pyHEdt
5 e T AR B T A R TR 5 I SR E ARG R AE — 2
¥ B 7E HBV 6 3 H /N R 3L — AN g5 K 1A RO AR 1
By & NK1.1°'CD3 ™ NK 4 i, e HRL 2 B8 180 10
~ 12 B NK 40 i 230 O i I 5 A R R 5 S F
JHF T /N B0 P08 7 P ET 98 B e S840 T 2R T 46
BRI AR G

KBTI ANK A oA B T HB Vi i s 2%
ML S AT %G . BT, AEHBVIEY:, 1§
IANKYN AL 1 e i A B BRHBYV, ARG B i L Ik
2B INK G eI 7 T v AR MRS, HiE
(1) —IRREIE R ], 5tk Xt I 20 sRHB VA Z A LE,
FETG B VE AT R B R TRt SR, —
SRR, A B AT RE A o L BRI A 5 R 4
HO PR HRBT IR, /IS BB 2R S RF TNF I 488 S5 I 4t
TR 5 T Al I Tk S I . H AT 2B
AR E 40 B T A JORE R 4f 3 o0 ke T — oA
s B CRRFR A, CRIEIH R % S N 5 | 52
RGN, A S in 52 1

HETTC AR i 58 SR B0 DR - AR DGR T2 S RL AR (the
TNF-related apoptosis-inducing ligand, TRAIL) \ #{
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RIE 545, /N EUIT NK 41 #d TRAIL Bt /A 5:4]
e RINFRISAE IR . PRRiE A e N, ZE0E3
FIFF I ) NK 40 g 38 2 3% /b B ) TRAIL™Y . {H 250
FRINAE CAIF 4, NK 40 ] DL E s ik ©,
TRAIL & 5 15 7E CD56™™ ¥ NK 4 fiiu. TRAIL BT
A&, TRAIR2 (DR5) , ULy # A A 2 J= BT ieg 41
2, RRAEAS I R 5 S I A SRR A e I ILAE T
MMpRIRIA L. SRR BE T NK 4 Reisi5 T
N 40 2t B R 1, S S8 e 3K 30 4 S R AT VA AT T
TRAIL"®,

Fasi® 52 5 1T 40 o 03 T RTHBV A ¢ 18 BF 0%
—IAE N YA/ AT T 5 R B, DCEUENK 4
Jiil 3 ot Fas/FasL 2 45 175 S HB V I 4% 119 J1T- 41 i A8 15,
HBV & # NKYI i FasL 33k 518 hn St T 2 g 5 08
kAN OC,  HINKZH % 16 52 ANKp3 0 FINK p46 T
i, X SCRENKAN A S T B 05l i Fasig 725, 4%
1M, {ENEYLHBY, NKAI i iE i Fasig 24 5 44
Bl EL R AESE M AR SE A AT . NKAH Rt 2 TNFI &
TR, TNFRZERAMME T, CHE xS A
Wit etk ORI %, JHAFTNFATNFRZK A 1
0T, (HREEGNKAEKSE, FERETFAR, &
HRFIESK,

W] 3 AL SR A NK 40 52 4 4i B R R 2
DRl 35 55 & ke o J5 R 1 B 4 R i 2, 75 22 SR
NG (EN8TE T4, ZEP0E NK 41 52 44
NKG2D Fll NKp46 — {47 o] GE R F4E CBEVE ], Beilr i)
— IS HERE T NKG2D FeAALE IF4i i GE % B 1 & 7Y
JF % 0016 A BY, 6F T TRAIL i& 48, %€ % & 91 IFN-a
BEf% 9 7 7 Hh ik 3% NK 40 R ic A& ik ™, X2 IFN-a
HBIT ORL N AT R B EHLE G — AR P A
TP 67 AR, NK 40 M 2508 ) 78 36 51 5 7 NKp46
F s P 4 i A1 IL-2 F IFN-y, 0 F W fg % i 5
TRAILPY, 301 () — I 52 1% TFN-y il 2E NK 41 i
fl) TRATL 3% "V, JFT40 0 TRATL A5 40 7 7
M NEMO #3185 (I IKK 1§75 NF-xB
(rBGs, EEEPET - 320k B, JEAens bl IL-8™,
TGF-B* o HBV % (1 ™! prigh k. TNF if5 S AT 41 st
TR, Bl iE B s s BRI, JLRE
PEHESN ML T8 AR S Y. TNF 5 FasL 134
i Bid A1 Bim #2425k % SATAIE T ¥, 25 LA,
NK 4l Hy 75 22 45 &5 25 Fh 52 2% IR 22 (e 1 NKC 40 B 1 S
KA -

VO, ek 2R R 98 NK 41 Mo O 7 FH T
FURT 5%

RUEEH W HPER P PER T, HBV A7 i re th 5
YO N KA 4 AL NFFERIR G . 0 55 A% 5 2 o 40 M g
AR, AR R G 58 I N SRR S 1 T 98 R0 41 4 A 3F
S o IX AR A T K B R A ¢ 5 ST R £k T T 41
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Mg, SEEHERE 100 J7 HBV YL 6 B E 0T,
BARGINHPUREZAYIETT, (B RE R
IRARAG. FEfETE SRR, A REHRR NK 4
Mo, JLRTREAE R R R B e . B 1
PR, NK 40 an T 40 fe—FF, 0 JHEC A4 R 41 e 18]
Tz, FEARD R BRG] B YU RE D)
P R, AERRYEZ AT R, NK 40 205
REfCHERFI0 ™, Gt —2bim i HBV H5: 5% T 41 o
KA ABURTEER B HE, WA A AL
WA RS, A NK 41 Hy nT fig 15 AR FH 1 28 40 5] 1) 0 i
RAEE RPN IEAE . XA B 55 2 5 TR
o N, A 7 WIS — 508 0 T LA FH ke 42 )95 B3 IR
R 15 3t e

FES YRR, NKZH L E 4 ik B3 i TRATL A
NKG2DAIEEIRANNG, KB 12T itb ik e filr
LER LT 4 10— TR 5%,  IFN-adA 97 PrLF- 4 Ab V6 FH 43
AR A T3 T NKYI A SEALRAN R BE ™. HT
WENKH it g2 2B 1L-22,  IL-22684%4 4 i, FR 75
M . XM LT A NK I AT BT ik
YERIAT (B 40 M O Dh e i S e B o 40 s
(1) e J AE M 1tk £ R I 46 1) B8 0 — A B 0 B
AW FEE A, NK RN P 2 BT 48 (Rt
JigRa 1 P R HH T — AN S A 0 EE AN S 2
TR 2 93 BRI e R I HE IR B s RARE T, 4
RGPEIRTT P i — 24 ox . I S i Hh B AENK
AN O AENS M I R OEAE L, A e Rl S st A1 H 2L
KW FTEL VR IT o AT A0 A IENK G0 1 1) & & Fi
“education” AR, 52 INIEXS FFNK NG 5 3 AL
T ER A, AR KA REAEWE s 25 8 e B HUNK 41 i
Gae,  DABH 1 E505 R0 [F) S A JL 22 50 2 Ry 3
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