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Innate recognition and immune regulation of NK
cells in immune-related diseases

TIAN Zhi-gang, WEI Hai-ming, SUN Rui
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Abstract: Natural killer receptors (NKRs) and Toll-like receptors (TILRs) are the most important receptor
supfamilies in innate immunity and act as first line of host defense against infection or transformed cells.
These receptors exert peculiar recognition mechanisms to sense danger signals and distinguish infectious
nonself from noninfectious self, and thereafter work as link molecules between innate and adaptive
immunity. NK cells are the most important lymphocytes population, recognize infection and tumor at
initial, and play a critical role in linking innate immunity with adaptive immunity. In this paper, we
highlight the importance of recognition and interaction of those receptors via NK cells. The precise
mechanisms can be harnessed to aid the rational design of therapy against infection, inflammation, cancer
or autoimmune diseases.
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NK 20 e, 5,95 12 ) B H A bl 5 5 9% A8 % Mk 5% 897

0 35l

Yo E R gl i R [ AR R AR HLA S A2 51
e I AR 42 28 , ] s S 3 % 15 B 470 D 1Y) 6 92 T
SR 1k F B S B Y AR AN TE 2 ) B g
2B OO H BT AR N 2B R AR B0 i A S g it
2 BN A T R A ) S 2L M AR . O A
BUA A EREE 1911 , S R GEAE AL R B L T
Z )T 2 )RR ) S VR 5 A R CAn 40 i PR P 2%
BUAA R A R D 2% G 5 4 [R] 1 T 4% 81 15 %) . 4b
JABT R SR T A0 M A2 00175 S AR A 2 B 1k A
I G2 07 28 1) DR T AR A 2 1) 9 1 1
T 4B AE RS R B B SO PR T 20 i v k4 22
PEF. AR R B R AR S 2 40 il (NK ., DC. 8T . NKT
58 KL HEINZ SHUARRY Sz 19, Hrp B NK
20 it R B FN DI BB A TR A9 NK 20 7 G 5 15
VR FH R s AT S

RIR G R G2 A PR G 1 X s fa B0 R
- R SN 2 A e AR A RAR 2R N 5 — 1B By
2k, EE o W R g i 00 8 2R I 32 4K (pattern
recognition receptors, PRR) 15 5145 5 i A= 9 1)
ST Y 43 F B 2L (pathogen-associated molecular
patterns, PAMP) , SZILXS 7 A IR A () 100 15 51
PR E 35 K AR S (19 RO AL L. 1244 1k, TOLL
FEZAK (Toll-like receptors, TLR) #%1A A J& i B 5L
AR IR 1) 52 A, L TE R AR B 73 200 i ) 3R 3K (AL
TRBEAE K Iy B G 45 16 16 15 . TLR 235 T 40
i 5 T 200 B P 8 AR, SRR R TR 2 A ) L T
JA S PG AF 5 A% 3k, 5| ST NF-«B 1976
s T BT IR A KRR LR G I —F
M PUNZ AR NK 403375 %2 & (NKR) , 4
55 175 A 2 1A R ) 52 A, TR 28 Bl R 22 i
) MHC T 28707 B &% 3/ MHC T K407
s dE MHC 73195, NK 4 i 38 o 15 50 40 20 ffg -
AFE 375 A 32 A 041 o) P 52 A B TC AR T X 4 1 R
S (52 B B AR I e A B A0, R 4
e AL . NKR AUERIA T NK 400, i Bk
IR T HA IR SR SR AT P f 95 40 M (A Ak iy B
WELNAE ST 4008 NKT 4, CDS " T 4l i 45).
1, NKR A1 TLR 154 J7 3 S e 1o 2 19 G 73 1 LA
e 3 2 T A A 95 F 3 o PR AR AR 5L, © 5 1R AR
KRR

I

1 BARGZFEXS>EBHRSIEZEZD

IR 515K

1990 4F Karre $& ) NK 48 i85 5 Fe 53T
) “missing-self PR A, A B NK 40 410 i 4
TRV S AR A i T MHC | 28 PRk
K DX A3 FFRANEAETR L 15 Sha i i NK 240 ) 4%
IR i ORS I /) = - T U N o )
MHC T 284 F i, NK 40§ 5 40 6 v 32 1430 50
MHC [ 285 F . A KA G D) e, 4 58 40 i 2% 1
MHC [ &5rF3RRFEAR F 8 B A 78 5 Can 4 A
o e TENME AL B ) B, NK 4H i A RE 16 AL JF:
S ) S 40 B A A 05, NK 40 i 38 1 1% R S L S5
CTL 45 5P TR0 0 40 ) AL o) B840 2 T 5 5 o
SEPEUR AU N 2 SR A IR SR 20 ) FAb,
He[R] 52 B 4 B 928 W WA 55

Bt WG AL Z AR NKG2D K =B ) % BRI 5T
IR L B8 NK 20 it AE A% 17 1) S8 240 it 2 1 ) GRA
RTE 5 5 oA B U e |k A b o ) o R AR
P9 R A ELA (MICA, MICB, ULBP1~4,
RAE-L ) M a3 ahiG (5 =, XG0 AT LIS 32 NK
IR PEAS S A 36, B NKG2D By B3 1k 2
DA NK 203 A 335 Ak L IF A8 v IRy il 1 32 14 iy i
P55 XFPREFR N K J115 5 (induced-sel) ” (i1
IR NK 4 A B8 45 K i3 510 45 Fh S 1S AR
o=l NKG2D ZARFE NK {6 A6 H 6 7 487 F H
YT AR5 5 A% 1 iR 12, NKG2D AMURE T
B i NK 48, 1 BAE CDS™ T 41l yo'T 41 it #n
TGRS E M R 23047 223K, B 7 At B 328 240 L 1)
TG A A AR L

Long Fll Michaélsson & ) T 55 —Fh NK 4l il
P (“modified-self”) % 14 JEZ L) HLA-E
g CD94/NKG2A B, CD94/NKG2C it {4, H /)
BRI R ¥ 4 Qa-1°. HLA-E 1 35 35 MK #i T 45
HLA [ 28578 HLA-G B 3635 & 52 5 1y in 1.5
S, NI I Hsp60 15 5 74 0 IKB 5 HLA-
E 254 mIE it Fid HLA-E AY263k, 713 Hsp60
KB B HLA-E A HEN CD94/NKG2A 5% CD94/
NKG2C Frif 5], B i A e 1% 12 90 6 145 51 ) 8h
NK 4l 1935 4. “modified-self” I FI BNy, 78
I 2 T2 PR SRR | A e A M A SR R OIR A
A HLA-E 50308 F Hsp60 SR IFE KB 455
IR T NK 43 Ak A0 3 (2 i 1 5 NK 200 R 4R
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2 TLRs R4 B#HS5IEFKAIIRAEK

TLRs J&—JEi b <7 10 IR 2R 4 5 B A X E 50
ZM(PRR) Ll B 1 1 75 R 319145 & AR TRl
F14) 240 TR 0005 B 1) 40 A5 48 L 3 S AILAAR 1) R SR H g3
SRR TR REN AN~ TLR1,2,4.5.6,10 Fik
T, TLR7.8.9 7 T, TLR3 W] £k T
41t 2 T B AR, AR TE Y TLRs AN AT Ak
R B 2B W 1) A 4, G 2% EBE M Y IR 2
(LPS) (H52% [CBH P 17 A0 I SR | N B BE 1R 0% BE 1R
KARTER RNA &5, 1 HL 0] & sz 361453 1) 21 2 ol 40 g
R N IRPEBCAAR , 75 T R AR S gse i 22 ),

[Fi] — 20 i AN R A0 i f] TLRs 45 5 52 18] (A0
YA AT XA Tz W D A P A T R S U
Jfa8 i g s g TIR T HE X (Toll/IL-1 receptor
homologous region), LI MyD88 K #i o TRIF
( TIR-domain-containing adaptor protein inducing
interferon-@) HA A4 77 =X 1) L N A% 338 055, B —
FINRE TG KR G 2 FARAT M G i K7 L AT
ARG T ZE 8 RAE AN M) B2 1 B G i e
(WS R %), TLRs W5 5 32 8] Z FhAIL il 1t 7™ 4%
il , — 2 F G R F R TLRs A9k 55
PEATHE L LA BR ) R SR S8 R AR A 1 2F L B 1k ask FE 1)
JAE VN A SIGIRR, ST2L Al RP105 AT #5470
TLR {55, Triad3 i TLR4 fil TLRY 33k,
IRAK-M, MyD88c., IRAKlc #1 IRAK2c/d 1 il
MyDS88 ) T i i #% . SOCS1 Al TRAF1 435~ ¥
TIRAP Fl TRIF A%k, TLRs 5% 16 £k o 7 40 g
W E AR IR 2 3 A B B PR (i R Gk 41
BEARAE 2RI ST R A5 B kA=

3 NKR 5 TLR ZERET

JRAE TLR Hl NKR 94 4 22 e 4 7 % ) o
il ABBLZE LT RAR e e M X S 2 R 2
R M AW, HRrC AR RN TLR F5
17 ol o e R g = e Ao IR N e )
AL Z IR TR A 1) AT X P SZ IR TE R
SRAOCIEAN LI 53 A et L S AR ) S ek Rk
KZARME T Tl 00 4 T 5 238 S, 32 AR %)
ALY, L ) 2 R A= 122 D fig L 55 34 R 25 1 .

R, NK 41 %35 TLR2, TLR3, TLR7,
TLRS Al TLRY. i #4374 14 il 38 551 341 7 38 & NK

YA DIRE. AL E M R R B L E T NK 4l
HAg TLR AT 957 NKR ol H e A i) 238 15 1 )5 3h
NK 415 A s, /N BUF 9 By, g2 5]
JEAEFIHE I TLR3 B3 Poly (1. C) AT LA &7 AL/
SUFFERY NK 208, A5 & 1 NK 20 A5 5 7
SRR A PEIT R I A BRI Y e IR B ConA
(AL NKT EHAGER ) . 35 Poly (1. C)
W4 35 ™ B 4 45405, Con A X Poly (1. C) B SUIT
P B I BERAE AL NKT 40 % NK 40 g iF 1)
MR VR L 2, A5 58 T/ BRE SR 3 Poly
(1.C) L FAE NK 20 36 A0 AN 5 | ke 4540 . P
5 ConA/INREN TS0 RN L #5751 4k NK 241 il
XF NKT 4 fig vl G ) i 9 5 1 RO 9, i —25
FIBFFE & B, AR 77 3 Poly (1. C) i ad ii§ 16 TLR3
VRFIE Kupffer 40 TLR4 F) 3£k, 55 Kupffer
HREXF LPS it Az , i 1 10 B s 55 h LPS/ H &
BRI A 175 & 1 & M 227200 AR & Poly (1. O) b
AL NK 400, FiE NK 4050 NKG2D 32 & FiT
JUE AR R 40 Be NKG2D B /& RAE-1 B % ik, U
NKG2D Fl TRAIL #1728 2% 43 1 4k 1 B2k 4
I TP 0 55 P O ) £ 2 A2 1T HBV 5% 3 R /N BROGE
Poly (1. C) 1755 1 453 105 R ) S50 I 58 4 A it T
NK 2 ()36 Ak B H 2 ) TEN-v22), Poly (1. C) 7R
ATLATE AL/ N BT NK 40, 42 430 TNF-o #il
TEFN-y . 2 1T 5 0 7 825 o ok Ay 2 g (2 3t ™ 1Y)
K i, AT A B TLR 5 5 0] @i 5%
NK 435 £k 32 (A 00 5 5 2B i F Tk B 3 1 1 B 4
JEM3Z. Poly(1. Ol il 1G4k TLR3 55/ Mg L Kz 4
ffeZeik NKG2D HIBEAR RAE-1 F143 1L-15, 1115
NAEF /N CD8aa b F2 IR I 41 e NKG2D 1)
Fik T3 B AR VR RDRG B A 4514055 250, 1T Poly
(1. O) AL 3 NOD /I ERUBE IR 1) & A= 22 B B AR
FF R ORI TLRS {55 gl NK 205k LA
43 TGF-8 4 £ NK3 #3504 1 /) BRI ih
ELAH A 2 I The SRR i & 7 .
DL EZE SRR TLR A1 NKR X 9 25 K 4R 5
PR AR 2 ()8 S AEAE S cross-talk, — 3 [A) B 4H B
PS5 T BRI KA R RE TR Y 85 e i 320,
FATINHA  NKR LT N R BT 1420 ) N AR &
U NS IR AR AL I, TLR A 5 2 Ny 3R 55 25 10 -
T A% NKR. NK 4 ifg o] 38 8 TLR B #2080 R
BeAEAk (28 K st 1 0 I i o B NKR 1948
A X 252 [ A H 93 B I G i R AT I 567 A



% 8

NK 20 e, 5,95 12 ) B H A bl 5 5 9% A8 % Mk 5% 899

L TS 5 B R s A S 4R MR T 58
i TLR BN A EE AR AL It 0 H 3 NKR i
(i MICA, RAE-1, H-60, Mult-1 %) #9748 1k, NK
i T I B A ) NKR X5 22 [ A 628 o v e
PEHAT IE ST,

4 NK Ry & 5 IE @38 51

NK 4R A4 N — 2l g bk 0 &t AR R 4, 2
PR SR G iE 22 G0 19 2 Bl 1% o 470 ot bk £ 200 P
() 5% ~15 % , HAG TR TE 51 A58 B 75 J8 4 A i
Je AN B 5 Z R0 AR ) DI BB NK A1) il Bt &R
7 A A 3 R T, AN S R R R X
BRSO A AL Al M AT B0 L H— kT E Bk
ZH AN MO [ 2 55 5 B X Ik Je 240 P R0 s i S % 4
HLAT 5 K A 40 B 35 76 M 46 NK 41 i BAT 38 K 1 43
IR B R F~ (4 TEN-y, TNF-o. GM-CSF Fli#4 1k A
TFEE) WTNRE  ASOUIE 47 A R AR ey N 285 L i H 2
EJURTTIRAF M G g 2 L R 3 K AR e R AR A M
B g8 (AT G20 01,

4.1 NK 483t DC AR ERBEATIER

FAR A E AN ML) B A FE 55 LA NK 4185 DC
AHHEIA ) cross-talk Fe o | AHE H. KEL 45 L R IE T
fEAIPIRE 21 208 NK M5 DC 20 i 55 5 3F ik 47
cross-talk A9 352 #5052 IR Y B NK 40 i ]
S EPIRE IR IR AL DC 20 A KR B T R IRt
MR CTL X i S e i 28 16 16 NK 21 i fi
#E DC 435 1k . 4k i & AU CTL
L2 [RIAT, NK 4 23 GM-CSF g2 ¢ DC 4
UL ) A5 AR BEAZ AR 20 B 1) DC A 404k et #
TLAN A R] A A, NK 20 At m 224 figp Sk % ol i 2 4
P TR TP A L A BB A 4 = i T 28 DC 2 i A
Mg A P, 398 A VR T D 174 58 S as 2 5 NK 400 it 3 1o
Xof B X5 A7 e e i RISy PR Y iDC B R D
B4, A T R M S DC 40 i ) 55 4 04 5 3t )5
1 S AIRCR s TG AR ) NK 40 38 1 7= A TEN-y fie iF
Prs AL 3 5 KBRS T 4001 Thl J5 1k
ks NK 40 L3 DC 400 = A4E 112, #F— 25 19 5
CD8" T 4 a1 29175 5 s NK 2 fd %t DC (143 Ak
DC i# — 25 70 Ak B 2T B & A B CTL
Juj =50
4.2 NKZpaxtm/ES R4 CTL AMiEH N Esh

EVERNHBIER
NK 4 % B 2 vk CTL i pE Ad 7= A i &

TAE L KB NK 41 M5 AR RS CTL i 2 B
WHIES. 78 NKG2D e B P 4 b a5 A e, NK 4
MurT e CTL 4HpEG 4k, 25 256k NK 3¢ NK &% %
) CTL 40 M Je ks Ak, g n] 4k 22 /F K5 NK
2 A] 5 R T A CD27 5 g 4 il ¢ i CD70
FHEAER AR #E CD8 ™ T Itk & 40 it x5 fi Jgd 11 HE s B
1, WA PR T TENy #y77A4E R TL-2 F 1L-15 7]
5 NK 4 i1 %35 CD137, 1 CD137 $## NK
A ARSI TS 25 AL T 4B 914 /K3 T NK
A X CDS™ CTL (Y IE ) 45 FH 8
4.3 NK ZBAniEid 4 IFNy {22 Thl ZRARH9 4> 1L

NK 4 A AT 38 52 70308 22 o 4t ff R 7 a4k
DAL 7 (B B2 ) 9 ARAG 1 o 32 07 225, A, ] 3 3 440 e 5 4
M EES T A B4R A, NK 40 n]
Fik MHC 11 2843 F I CD4 " 40 g 6 S P55 K
SREAMUA T TL-12 F1 1L-15 1646 i9 A NK 41 it 7] 35
ik CD86 Fl OX40L S5 A -, T35 T 9k L
20 P 384 B R A R R A 00 s TR AR NK 41 i
5 CD4™ T 40 AH B4 FH AT Be A& A T4 R A 4L Can
JEEHE) FH R Gk B 28 1 gk EL %), A CD4™ T
AT NK 408 1 cross-talk $24L T B 0EHE.
7 AR P J5 2 27 A =X 40 i B R 8 & B, TR AR Y
NK 4iffiid 3 i MHC [] 255 Ff £ fh TCR 3t
BT Chn B7-H3 1 CD70 %) () 3 3K 111 A 25 )
AT UK O 40 B s NK 4 3% 10 3% fb A2 K (NKp30.,
NKp46 . NKG2D F1 CD16) 5 4 40 Jfd it i 1) 32 B A
I RE X #4215 24 D R, 1 L2 NK 42 |
PRI S T 3 S 45 T bk 2 40 ) A R AL 5 7E %
A= JRAE Y e Bk A 3 B ) NK 40 i EL AT 705058 S 20
Ji 1 2 18 bR 7% (HLA-DR, DP, DQ. CD86 ., CD70,
OX40L )M,
4.4 NK Z4HfE3F yoT MK IE @5 /ER

R BREE 0% A R AETE NK 40D ReAIR T~ Al
YT 4 ER IS H NK 40 F1 v T 42 [a]
EEAAERRCRMATEE. T NK 40 rTgg 2
AT DIRE, RATHEN NK 0 vl 625 T X
ST R R VEPE v T 41 . 3% v T 4R
AEM P E R TT g 2 NK 40 i 2 e FEIR A 45 51, M
SERHFT B H37Ra BRI K M 2% 2 B T 40 2 K e 5
(Mycobacterium tuberculosis H37TRa, SHT M. th)
B RN yST 4 M 18 78 /3% M. L SHT
M. th Ry 30, AT EE 2 vsT 4 i X SHT
M. th R FE V7 24 NK 4ifii2 . 4kifi k&
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W SHT M. tb REELHTEAL NK 4, 1G4k NK 21
W38 3 CD54 CLA 20 A T] 422 fih o7 =0 0 43 1 AT 35 M 4
M F (TNF-o» GM-CSF and IL-12) {2 #F yoT
YMEXT SHT M. tb H 3 0 S8 W 225, H A5 H 45
B, NK 40HEXF voT 40 M X 25 8% AT B e e 04 52 1
HAERVESVER, 0 NK 485 yoT 40 i o s
PR TARE

5 NK RERY & = 51 m i 15 15

NK 4 i w] A3 38 248 1 2 15 1 R 430 240 e 1A
T A HE A ) ) 28 2 1 A L DT A e i R
i A B RS, il & B, ZEIR L 45 ) CDY4/
NKG2A " /KIR™ #9 NK 21 itg I & 0] A 5 5% K 28 1
A DC A 24, LR 1 DC 20 M % plg 2 Aok B2
TEAEE TR NK 40385 R i DC [ 48 5 L
] Pl x —id B2, 78 NK/DC @K1 = 5) ), af
FEHE DC 4B R 11 7= A= R, R DC 30N 5 76
NK/DC il (5 = 1, NK 24X R i DC &
FESAAAE D NK 20 B8 1 40 i 8] B 34 ok, iR
AE A T 9bk 0 40 A6 200 S8 30, o B A p21 R
ik, S B GO/Gl Wiy AL m Al T Ok 4e A
HagE
5.1 NK ZHRaxt NKT 208 Fr 3R & 14 BT BE SR & #

AT IER

H A E 7E /N B 7 22 I AR A AL, L bk 7
B T 4022345 ConA W] 55 NKT 40 A 0 1
FNERF 41505 LPS 175 51 R 403 5 22 vh 1 I 4 A
JFAFEAS 75 EC 40 M (Kupffer) 2 5, AT 51 & e % M AT
KRG NKT 41 H A W 40 J X - 4i s A H
BN EE 16 P L 3 W38 A R A 1 R A S A
LA 5. (L NK 4 J 6 32 495 v T Ak Ay 4 1
AN,

AR AN AR ST Poly (1. ©) . K BT
HEAFAE NK 20 0 252 48 RN 36 Ak | 1335 7% i T s A
FRBERY A0 1. 200 ML TR 5% S 6 S 7 3 ol 5 4 0
NK 20 M4 907, e i 9 A5 AR 1) 4 37, JIE B NK
T 25 A B R I R A, AR, 45
TSHEHIR ConA(FAL NKT ARG R , F
T Poly (1. C), W) 2> & p& ™ & 0 IF 51447 . ConA X
Poly (1: C) JIT S5 473 1) Jin 2 156 B 76 £6 NKT 41 ffg
X NK 4R i m 1R L )2 #5507/
HESHEFH & Poly (1. O, ffi I NK 4 i 7 b AH A
DA 4540, FEVE ST ConA, /N BRI TE 40405 90,

PRI AL NK 0% NKT 403l e 7 6] 85
PRS0 Bl g IR i ConA BIGF] 2: Poly (1.
O FAGIRIEH /NI 07 (A5 [ HBs P54 5L
BR/INERL (B R PRAETE NK 40 A 5l i) 48 22 1k T 4644
EEIE /N NK 408 NKG2D i B 7 AL Ffil NK2
Y ALY B T B 2K H A D120 HBY 436 R A 3L A
/NERIFIEVIBR 5 FAE R 0 R % 5%/ NKT 4
F BE RG] HBV-F-A= 40 i 1Y R AR S i it CD1d
S F A RN TLR-3 i A 09 TL-15 0 DL 6 o
NKT 4 5 95 o 44 A 1k 83 45015, 1 R AR ) RNA
T H AR B W7 K SR e g 52 A& CX3CR1 i 1k w] 1 By
BRI BEAT T 1 SR B A 0 3k S pif 5 25 SR ik — b
UE SR HIE R SR G 72 200 b S G A P B e e 4o v
Py i B A 000,
5.2 NK#EEMESREEERPIIER

NK 4 F B G s & 9 v i Ve F v ok
B, A7 AE— 2000 IS R 4516, B & B0, NK 41 i v] i
T B RN T I B 4 A T 4 s [ B A
PEVERSI 0 &AL ANTESCHG Pk B F i 1 A B i
(EAE)SJL/] /N g€ 2], F$T NK1. 1 B
HRKN NK 4005 I E EAE #9495, NK 41t
BESE IR R (1 (PLP)Y #5219 A B R T ik
EL 200 A LA A 0 o 3 . R AL TL-2R
S BTG T AR A8 B, R B CD56Me
NK 45 18 4 ~20 £%, % CD56 " NK 4l i 53 4
K& 1L-10, #2758 CD56" " NK 2 Jifg v G5 1 B a ik
WA LR A B e Bt A —EEH. X £ & tEiE
FEAEIE ATR & B NK 4 ge 4 il [ 5 MBP $E 51
T YA 5 B AT B, %o 42 1 2 % MR ARAE 1) &9
WG I PRAE R AT B A
6 NK 2Rt iy iE 5 14 2 8% K “ NK-reg”

Rix AR H

NK 40— 5 Bt 0 BEAA 1 £ 24 3 AR 4 H:
FALFNRE R SO L R TR B A, AR $E NK
Y FTH CD56 432238 % AR, AlKE NK 48
143k CD56™ = FI CD56%™ M7 #F 5 AL #E NK 48 it 43
WAL LR ¥ AN ], W3 NKL R NK2 A
RIEAE TL-2 55 N Fr R B A2 B S AR TR] L ]
I3 N NKA-NK) FEEZ T NK(NA-NK) —3F
BEAE.
6.1 CD56"=F0 CD56%™ il &%

KEZH(~90%) NFME I NK i1k CD56%™,
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NK 20 e, 5,95 12 ) B H A bl 5 5 9% A8 % Mk 5% 901

Tk B K F ) FeyR T (CD16), HA /N4 (~
10%6) 4 CD56Me CD16% & CD56™ NK 4 ify 3%
KR FERII TL-2 SZ 4R P CDI4/NKG2A 3%
R MR EE T L8R .CXCR3 1 CCR7,{H
KIR 52K & KK F 5%, 1 CDs6%™ NK 41 fifg B>
AR 1L-2 32, Feak 200 NK 240 i il 4 2
R L4E KIRs) , I35 L8 & Ml CCR7. HhREHF
2, H 1 AY CD56% NK 40 L CD56 " NK 4H
JiELAT o A 0 B 9 P L T CD56M e NK 4H A IF.
LA 10 22 ol 0 R TR Sk 3, 32 5 o v R T AR
BV RFHENRE i B e e, KA
PUBF I A RSN SRR R &3 1L-2 F1 11L-15 78 NK
UM ) & B S Ak B R R TR AR AL TL-15 X
CD56" T CD56% — 5 F 34145 12 43 Ak FN 4 45 47 116
HOPE R, T TL-2 AR CD56 e NK 40 ifd () 48 7
TERE 5 092 2L W o CD56%™ 4 328 7 & A8 Y8 T M
F R TL-15 7EAR4F NK AT 4IHE 1R CD564 41
LA A3 AT A 3 o S AR DY SR A ATIDS
FER 4> A AR P CD56%™ NK 40 i e 45 i1 NK
B EETE VEREARDT  TE SR T 32 4% B, a5 AU
JE, NK 400 35 32y CD5 6= 21 fifg 28 1%, 1l CD56%™
2 LA 0008590 3RO CD564 NK 28 i 73t i g
T f KRR B & ZENAEM,
CD56" = NK 4 fifd 3 B fa i I 5 1 .

6.2 NKI1 #0 NK2 &

FRATTRG S BUAG I A0 1 A NK 40 & Thl Al
Th2 Z& 40 g K 7 1) R i8R B0, I 43 5 TFN-y Al
1L-4 J AT TR R F 5 &3 NK 241 B AT
55 Th 40 MO AR ARL I 2% 25 200 it PR - B e . 78 it
LR F L FRATHE M T “NK 40f7E4ES Thl A1 Th2
AL NKh1/NKh2 20§ A 32— i 0
ANFZE TR I, NANE I NK 4178 11-12 F1 114
P T Al 26 LT Thl Ml The g —WERE, Iy
%4 NK1/NK2U'2 | 78 1L-12 5 F NK 48 7] 43>
W TL-10 AT TIFN-y(NK1) , M7E 1L-4 55 T Al 43
IL-5 A1 TL-13(NK2). 41 UE SR B 52 A7 7E NK1
HTNK2 A 380 55 7 43006 A AS [) 40 R 7 76 S &R
G v % 45 0F [ 1 B 1) TR 4R S Loza Z54EH
NK1 1 NK2 W ## R NK 4015010 & & AT By
BEL A NK1 AR B NK 408, nT 78 14 55
THETE S NKO 40, 7= A= 1L-13 Fl IEN-v, %
Je 3 A6 A NK 4, 433 TFN-y, 3K 15 40 ifg
BETEPESY,

Th2 4 S L7 A= () 40 i B (T4 1L-5 45)
T I W P14 5 1 R HP S S D, B a2 20 4F
BEME ST A R, T Th2 2840 K7 A= A
AR T CD4" T 4 e, CD8 ™ Te 4ifig . DC, NK 4f
A3 3IFR R Te2 . DC2, NK2) 34 1] 43 3 , HoAth 40 g
WSS T NG 5 L R B2 A SRS AR
S % ] FACS AR X 22 g A NK 48 g f P 40
WL PR FR ik FERTE AR AR AT T 200, B 8 5] 2% Mg
Joa N A1) I B A A2 4l B b T4 CD56 " NK2 41 ffd
LU 357 B 5 v R X B A, 48 BR A R AR A5 1
NK 2 7ol Th2 ZE40 R 3=k 3= BB s X
HRZH, I WEZ R 5 K 1 Stat6 (3 35 Th2 240 i [
TG ) AP ST AL B7R E R A Y NK2 ;3
RES Stat6 o FEWEILA . H IFN-y+ 90 1L-4
PO e NGB 43 25 1 NK 4 B A TR /M5 5%
AT FEAR T1-4 7 NK2 g 850, B or2h R
AHE—AAESE T NK1/NK2 W RE R A7AE , 1 ELE A
NK2 4S5 T B Wi 1) & 99 T 0 W 5 A 17 3
NK2 fEAeR S 7T LA 5 1, [ i SR 5 4621 R 3%
IRITHUS RIAFIG RIGYT 8GR 5 4k NK 40 i 11-
4 mRNA FRRKF-I] 5 FEAGL M IFN-y mRNA Rk
TRV B 38 v L DA T R N NK2 P3RS 595
o P T J A S L0
6.3 “NK-reg’{BixayIRH

R A 22 PR UE I FE I NIK 200 60368 5 -0 240 i [
TR0 2 ik 4 2 X I 1 867 1 ) S 2 A
WIIBE EHUAR N ISR RS e AR P 29
s CELFEEVENDIRE | B B S e Vg e | S A ik
A BRI AR HE R S M & BT RE S NK 41
P RE SR s A 26, NK 41 20 W5 41 i R 1
B RE VT DIRE AU IR AR e L JUHUEXT A
By G B R 1 VR T R R S R e T R A0 L
AR Z AL R FRATTEE Y HUAAR W] BEAEAE A
TPk NK 407 (NK-reg) W, %F T KR Ak 45 1
G JEL T B PR T LS ARSI 5 IR AR S% H RX
— R TR IE.

7 EE

BT TLR #l NKR Z b, JT4E K B HAB R AR
o 5 5 % IR, i NOD ( nucleotidebinding
oligomerization domain) & H % % ( Nod-like
receptor, NLR). RIG-I/MDA-5 % ji%. TREM

(triggering receptors expressed on myeloid cells) &
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. C RUBEAE 3 A5 H 2 2061, e e 514
VI JE A P05 B R AR g i 2% X4y IR 5 HE
RAEFFHUA 7 B o vh IR ke = 24 AL 940, NLR
J& TR A PRR. 7E 50 i P 20 B8 1) BRZR 0% L ¥ 6
B KR RN FENEN; RIGT
MDA-5 J& T M3 i RNA f# el , 3= 21 9% 1 Y
RNA. JRU4E 3 A5 2R 32 K 19 37 40 i 2 7 FE A
[vi) 200 IV 11 2 36 L TR 30 AR 1) b 2 L 2 R AL
il s IR AE A F2 B | A R r ) 4 FH o 75 TR
ABEVE, BETEF IS R R X SN [ 9 R AR T 0%
HAZ IR (TLR & HAL PRR 5 NKR) Z A1 £ 7E &
38 L HAMYAE 515 530 5, 4R EATE A AL R
ZIR IR Z 2% R R AR S R AR
BT A W R SR B AT 78 R AR S v R 4 Ay
T fE. FeATIN N, LA NK 40 il 24K % TLRs/
NKRs ¥R , B B 3 W 28 1 22 10 R AR i 2 1k
T PR RS AN 56 28, AT DAt o S AL A4 PN 4 B
B A Al o) B P A G 2 X 1 G 9 1 YT AR
FH. 2D bk R AR Ho 9 52 VA3 b S 2 4t i A
BUARIX 53 F F AR5 SRR (0 i DAL L ok A5 28
PEHIRGY  JAE b K F B S PE g SR ks b i)
IRIT RN,
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