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Resistance, CED4) , X ™ 45 #4 38 76 i 4k - 5 0 3L 30
) Apaf-1, i Dark F1£k gt CED4 & B B A [F K
PES DR S R B RT e R N — 2R R ATP il
ek, S5 NLRs # L. 3% NLRs #77 — Ff
MR A NBD WA, B NACHT (NAIP, CIITA,
HET-E #il TP 0,

HRAE N i 45 #4 35 0 AN 6], 46 4 4 7% 19 NLR
PR R AP T2 N-3f 7% Toll-F A
£ 1 ZMCTIR) G543 A TNL & (R N-%G 75 4 #h
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TER B BLRL . FOR BT R L S W) e g 22 1K
) NBD 25y 38 &5 & ADP B, 52 b F“ 5 0 CH 3
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1T A W B R S ) TR0 B R A TN
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[l 4E NP#URT RPS21 2 43 il A 55 A4 B 7 b %
elE . Hoh N ORI RPS2 & EIE & X 1A NLR ik
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NLR ZZ & L5, L6 Ml L7 5 & & % W & A
AvrL567 038 i 1 42 AH I AR R B0 R
NLR Z{& Sw-5b i N ¥t SD 551 C ¥ LRR 4%
P Bl AT LA 00t B 22 0 1 (K - NSm BLAE, JF
HEAR T WA TR B AL LA 3G a0 B A I R
fg g
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P EEEAAEN LR HEERZIEL T HY
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MR VF 2 AP NLR EZ W 1E = 3 S &AW
R, X WA B B R AR O B R R
(Guardee)”, B HE = B 18 2 N7 Hh Y 240 4y
PR A B R 89 T 80 1 B 1 T 1] R 9 T A0 AR
FIEk AR T R R A 4, AH Y NLR 523 9%
T o e R A X b W 45 SR M B R AT D) A VB H A
X B ) NLRs SZARFR R B 3 48 A il T
T e s S O B T A AR A T A
RO AveB 80 AvrRpm] Bl IF 51 & %F £E A
RINY 5 7 95 22 R 4% 25 1) W R Ak, RPM1 15 I RIN4
BT J5 A R AR S IR S L 2R i 2 RPMI A
9 e F i ) 5 RPMIL BAE FHALHI AR NLR
RPS2 W) W 4% 40 5 T 4 Ml 5 M B TIT A9 &% 0
AvrRpt2 X RIN4 Y 24 fif 32 1 3805 =2 457 A
B RPSS Wil 27 3 25 (1A PBST AR A&, 4L
R AvePphB X PBS1 347 85 £ /K fi I &), ok i
WG RPSS A S M. RPS5/PBS1 & 4t 1l LA #
N Rl  PBST AU B4 i Bl e s J DA 3R 0 41 7
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AR AEL A 1 T B B N 2R R Bk AT R L i
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22 W/ T8 AR B Pro, T & % B ML B 1 AvrPro
1 AvrPtoB RN 25 1A 55 bR Yo il H #r & CERKI,
BAKI1.EFR1 fl FLS2 % PRR % (K, Pto #ik
S AE Sk 75 TR B UL B BE T 3K AvePro Al
AvrPtoB., i i #16 S B2 Z 4k Pri®, Prf 36 AT Wi
HE A Fen, #F Wi /v 5 4 7] Fenthion JF 1% i
B BE R B 5 — BT R ZARL M
T 22 (1 8 it A s T A g AR
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YA 2 NLR HEHBR T & A -7 i CC/TIR,
NBD Fl LRR &5 3k 2 4b, i dF 46t T — LL 45 40 11
e ML AR S5 by S, A7 | il AR ) 25 0 Sk A 1 A 7 T AR
F M B3 A 5 NLR G008 52 8 A 13X R i i s
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FIF e Z K E 1 RRSI-R 76 C K45 T —4
WRKY 4538, % — WRKY 25 kg 35 7] 5 59 40 1 11
RN R 1 AvrRpsd 8% PopP2 M T 34 & $o il 87,
N A 1 AvrRpsd Fl PopP2 5 RRSI i WRKY 45
3k 5 3 HAF, PopP2 Fll AvrRpsd ) SE BRI o #8 R
M2 15 FAR N & WRKY 45 k88 09 5% 17 X fh
Yol TR TR T WRKY % 55 i Ptk i 2 10
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ST O BRI, £ BEAR B T E0A WRKY
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BN TR AVR Pia 1 AVRI-CO39 5 1% 4% ¥4 38 1.
VEIF il & M RGA4 Pk S i . X i BHAE 9
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LA A B T A B AR SR S R s
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ZAR1/RKS1 &4 & 1R # B RKS1 k., {f RKSL 1944
LR, JE T S ZARLL 42 #F ZAR1/RSK1/PBL-
UMP & &K % A 58 B Ak I8 5L TR I8 45 19 B0 /D
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IR o TR 3 ¥ VR HL R AR AT A — M e K
BBESZ K ZARD B9 = 4 25 M (1), (B
AtRKS1 5 AtZAR1 tHEAEH B ZARD {3 F5 16 45
4 ADP B AP HPRZS o, 4HER &0 AvrAC i
S B PBL2 JRIFEEIL AL PBL, 45 & 2] W Je I8
ZAR1/RKS1 & &%) 1 iy R B i RKS1 |-, X Fh 4%
H15% T RKS1 224, 53 ZAR]1 NB 25193
W B ) A e 3 O B ADPET 1 HR il NLR % 46
FBOEIRAS . ZAR1/RSK1/PBL-UMP & & ¥ 16 45
A ATP I % A5 RAGIE B TR X R B 45 W B AR
R HE /M (Resistosome) ™ 50 0 B 58 TN A B /)N
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PR TT R 2 7E B P B 28 AL . DT i 45 25 3 A - fi
KB R, i & R G g 22 KR 1 RPPT
LA S HEAEE AL 5 BAKDY, HAbAE Y 32 /& NLRs
JEH AR ZARD —FERERS Y W 52 KB A ff ik — 25
WHoE . BRI A — A 2K NLR 4549 19 fi#
BB AR (5 B S0 1 F 92 % 38 5 4K 58 AN W) NLRs
G P AR 5 1 2 R, DL G — i R AE S
R lEpCE TR SRR Dy g AR I NLR 258
PR AL SR 75 5 SO 28 L 1 AR 1S B P U A R
A

(2) NLR 52 {4 5005 B ) 0 240 i o7

T ) SR e 30 (), 2 R A 0N I AE AR 4l
1o WA BT B AR F B R A A PR SR B R A E
R T 00 R A S iz R AR A D
L T = A Bl CNL 2Z f& RPM1,RPS2 il RPS5
S WE 4 3 26 9 L Y AN B T 9 BT . R
TNL L6 % 37 % i /R FEAR PR 1R Mg 7 2 1)
U CRIELFRD PYBREE0T, 1L6 T ML I 40 i E 37 1Y) 5% B r
SR TIR 4504 30 i 0 A TR & 3L 1R )7 4 T ok a2
TEPE R0 BN T Avr3aKT 9/EHF , D44 5 CNL
ZAK R3a 40 5T o 7 0 A0 B N AR L O BB R S
PEHRE Avr3aKT Z£4E 8 4 4, R3a 58 & 1 8 4 1K
) 41 481 551 B BEL Lk A5 B Ak % 1 R3a g AE T,

Y% NLR Z & 45 RPS4,.N,SNC1,MLA10,
Pbl . Rx 1 R1 BE & {7 F 4 i i, t 5 v F 40 i
o 02580 3k HOR /b NLR A2 4K 09 20 B A% 5 A F %
SRSl A NI AN (I A/ NN N =8 = AL
CNL MLA10 F#lF§ 5F TNL RRS1 7838 5155 J& 4
J& o TE 40 ML T g B R G, R NLR B0 5 & 4
T 40 A B HE AR . RPSA B 7 X T B
BRI A O H i A T 43 A % T HR R SR
gAY, B8 E CNL Z 1Kk Rx M40 i
J5 RN 40 B A% 43 A 0 T Al T 58 40 Bk I AR T
TS R 4 X (PVXD A 52 8 H (CP) X
Rx A J& 76 i 5 . 15 Rx A9 A% A B A B T %) s
BEMIEIT . Rx BRI/ BC A2 NI C ity 45 A4 35 [0] 119
HHEAVEH L K& Rx CC 2535 5 RanGAP2 1Y 1
P08 T RanGAP2 Wit 3 fin B4 5% X CP A%
B Rx B 5k B Sk A #F Rx Mo HdET . K& CNL
ZAK MLAL0 FRR 75 40 B S5 ik %2 240 B 38 T2, 1 22 or
E 20 A% ik K XoF 5 D BT R

I AF 5T 3 W A4H M ST E 4 P RE 2 NLR 3T
ROS Fl MAPK #& 2 45 B 8 N 28 I f) % 5t 5 448 i
W X F NLR 55 % Rt f g PR 2

X NLR 32 4 o] 75 248 f 5T 75 5 3 26 4 932 1y 28 )
VL o T 200 A 75 S B0 1 A DG 1 B S T L R
ST — 20 5 B A ) R ),

(3) NLR SZ R SE 4 5% S R - b ik 42

WF5E % B NLR A2 1A ] LS54 55 5% K7 o 4 45
B4, K& NLR MLA10 i id H CC 45k 5
WRKY 5% 5 M B AR f# B WRKY XA 97
PEZR G0N PR 4% HE T X BT R RS . MLALO CC
SER B 5 5 Sk L MYB6 HAE 5 3 A1 1 17 38 45
ST R B, WRKY1 5 MYB6 AH B AF 4 6
H DNA 45431, MLAL0 58 o i WRKY1 %}
MYB6 A9 il £ F ok #5% MYB6 5 DNA K454 .
I 2R B AR Z T ST BT . R TNL %2
K N TE40 L% b 5 SBP %5 #y 5 %% 5% 1 T NbSPL6
455135 T N X TMV BH0E 5w 5 808 I
W R R 2 1 AtSPL6 45 B T TNL 2 {& RRS1/
RPS4 /- X T A B M B bk . TNL SNC1
Al 2 /0 50 F O [6) 5y 5% s TPRI A= bHLHS84
MHEAEM . TPR1 & —Fh % SEFH 38 P, v 9 i £ Fh
004 B B R 9 2 B R K 1 pr = SABKRT] 58 4
T sncl B9 A BT bHLHS4 & — Fh 2 jiE -
AW AU Sk IR AT VR S S B IE R T R BR
T SNC1,hHLHS84 &5 RPS4 HAE,bHLHS4 (it
35 AT G IR R AR T L A BR b HL H84 K WA fie
P 1 55 & R IR Y WA ) RPS4 Rl snel A3 14T
PEVS KRG CNL 224K Pbl i 3 I CC 45 58 5
OsWRKY45 #% 5 I+ A8 B /E ok 5 ETIL X &
Pbl A5 19 R 95006 oM T 6 7 10T AR R TR
KRG 40 . OsWRKY45 # 26S & 1 il 14K B i
Pbl 7e 40 A% rh B R W A £ 47 OsWRKY45 % 5% 8
P Tl A 5 i L 4 85 OsWRK Y45 By A E, DA 4 58 L
B SRS M LA 30T U0 B A8 2 0

NLR 30 J5 fil & T — R 50 8 O, (36 ROS
Bt & Ca®" B MAPK S BE IR | % 5% 0 4 A F0 A
YRR AT B M SEIE s R B, A S s
NLR fig 5 B4 98 45 7% 5, (H H At NLR #)0] LUAE 48
FRLAZ LAAI SR 45 i A% e S T g A . M, FRATT R e e
Z A& NLR 7523205 I 5 anfef 5 2l ETT R g ot
SR T 38 2 AT BRI, B 5 32 A& NLR ] 5 2l
T P s g e 2 oA A 7 9 403 1) B AR S T I

(4) HiiBh A NLRs #8 8 A EPUR (5 5 1
1 fig

FH F IR0 995 [ 0 280 07 B R NLR e 3% A2 1
FR R 0 %) sNLR (sensor NLR) . % JF (4 BF 5% %
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W, fo 9 &2 B O NLR 76 5005 I 4 200 38 (A s
Jei BREE 9 sNLR H0 0 B0 3 75 2 55 — 4> il B A
hNLR (helper NLR), % B & hNLR XJ F F i bt s
GG R R R B OCEEE Y . AR L B
1, NAIP/ NLRC4 4 P /MA J2& By & 8 sNLR FI
E AL hNLR % 40 . 76 1% & 4, 8% A
sNLR NAIP il i B4 G MmiiE &A™,
NAIP ¥ i J5 55 4 NLRC4 1 Jy %l B AL 9 25 1
NLR., NLRCA4 JfRN B S5BCAKRES G 2 76 NAIP
BT U AE . NLRC4 & £ JF 7% caspase-1,
caspase-1 £ [17& R M /IMAAE 55 38 1 1Y A AT & .
SERG 53 B 2R WY A5 AT TR R A5 B R NATPs
A NLRCA ARy 3R T8 A 7, OF- 3l i 43+ WA &
FERI AL T A A HDIR S NATP (8 5195 5 A 26 0 7
B JF . NAIP 5 NLRCA BB RIK & H 1 45
FH NAIP F19 & 11 A4 F 1) NLRCA™ %), sk
5 R W, NATP AT fik % 7 1 NLRC4 /v 5L
PEAR 5 19 A5 38 FIHCK

MEH) G 8 52 AR NLR 763076 ETT HU FiF o
KA A hNLR & #5815 5 1% 38 MR i /E M .
JETBI A hNLR 328 D g, W B 15 5 JC ik A afg
B FRT L 7ERL Y T B A RGE T = Rl 2SR i Bh
A hNLR, #f )& T CNL, E 14+ ADRI (Activated
Disease Resistance 1) &K %, NRG1 (N Required
Gene 1D ZJjEH NRC(NB-LRR protein required for
HR-associated cell death) Z j% (& 2)., ADR1 #
NRG1 F g T HAE M A ) N K RPWS-CC 45
3, 7€ hNLR 8 s — 4 F 2851, B RNL., ‘EA]
1y CC Z5 kI B/ EDVID {85735, 5 8/ I Lk
M RPWS CC 2514 it A AH L. NRC K% 7 ik
LR T RNLJE A TS il 2 . 78 K 250
THEP T E AT L3 3] ADR1 A1 NRG1 56 58 0% B 51
1M NRC 16 i W) 2 307 76 Tl R 9 . NRG1
BT Y T B g O 5 MR, X S A )
HER T TNL 802 R R R 4 T Rk,

AL ST . A = A A ) CNLs-ADRI,
ADRI-L1 #il ADR1-1L.2 7& ET1 F il % #% 4% B hNLR
MIVE RS 5 ADRI K 75 22 58 5 1 1 R 45 & 36
(P-¥) K JH 8h FiiE ETI {5 5. #l#JF ADRI &
FiA A B F PTT3EREHTE , ADRI-L2 (1 [ A 28 48 1A
FHSA KR LT, KB ADRI-L2 2 & 5] SA
SE R R R ADRI RiEE A% RS
5 TNL #l CNL 4 5 19 S ) i * *7 . ADRI,
ADRI-L1 fil ADR1-L2 B CC %5 ¥y 5 A< 5 & DL I

CNLs TNLs
SNLRs B
)
FEHHE TR

NRCs (jiifh) ADR1 NRG1

ks | D (DG DD

S R \ }/

UL

2 HEYIEAE sNLR/FEIE hNLR WRRESES
(FEAE Y ETT G 5 b i F2  , sNLR 32 2 6 53 18 13 I
Wy B0 RE R P I 0 BhPR R L AR A N S 45 A8 B R )
sNLRs %435 CNLs # TNLs B k2, TP H
ZARIE T =R 2SR AY hNLR, 235 ADR1 %% \NRG1 %
% F NRC % ji% . H b ADR1 F1 NRG1 K% R 5 1 K £
Bowh FHaY bR AT LR E L NRC 5K AL 5 W) HAF 7
TMiBRHE Y . CNLs #l TNLs 28 %1 () sNLRs ¥ 15 &
kA& R 3 4 NRC, ADR1 # NRG1 % Ji,
hNLR 7£ sNLR %7 i & #E P00 (5 5 0 b 4k a3, I
275 2 5m ZU R PUR IR )

PLHESS . 124 R ik, R & B B hNLR 5 8 A
sNLR B AH B AR,

CLR NRGl HEH P EHEME N EESH
TNL N e i % — > G5 il A AR ERE
AP NRG [FJE# (NRGL il NRG2) , 5 5%
W& A =4 EY (NRGla, NRG1b #il NGR1e),
NRG1 F R AAEH %2 TNL & A 89 7 55 f6 5
R BN TE CNL & H A 5 0 Ho vk b & A4
FLes- 8780900 U NRG1 CC 45 A B 1L LUiE S HR
R, NRGla 5 NRG1b 4 3 fig 3 AN #E T P-
W H NRG 19 P-25%F F Rogl 4 5 HR J&
T 554, NRGL # & #L#E EDSL 19 F i &2
TEFS

NRC ZGA ™A B G, 43 90 J& NRC1,NRC2,
NRC3 Fl NRC4, NRC &7 M il 1358 1% i 2 v 4 45
SE 2 CI-4 A5 1 Bt B 583 i i) G B 4y
TEA G, NLR 524K Prf.R8 #l Pto /+ $ Y HR
% 8 NRC2a,NRC2b Al NRC3, i % Rx F1 Mi-1. 2
A FH HR MR T 20, NRC4 /& Rpi-blb2 \R1 Al
Mi-1. 2 ZEA M A S 59 HR Bras 755, i % i o
) PRR Z{k LeEIX2 F1 FLS2 i 75 B NRC4M",
NRC4 [ P-IRZEA [CHH A 5 1 W02 S B o 2
AT, AN  ONRC ) CC 2509 582 AR S 38 it A
AR LA P Y G g S 0 FEAR IR K NRC2
NRC3 F1 NRC4 2 #BUTER 5 . Rx.R1.R8 . Mi-1. 2,



428 s F

¥R 4 2020 4

Sw-5b il Bs2 /% HR Ty gE 20, A 3k 26 Jk
H sNLR 22 R4 F 4 B 2 hNLR & 4E H , iX
B NRC % T ETI du vk #% L — 4 T il
A

ST 2 BT A BF 9 L 36 AR 52 B0 0 A 9 B vk
FS R — A AR BN sNLR )
93 JEL A R0 B 1 0T O 2l e BRI 1 Al B 78 hNLR
W) K ¥ A% 5 R R % 5 A S £ 53 B AR A 5 ) o
akFnd . (0O B H R b, ORI R R
sNLR 40 faf 8 1% %8 B % hNLR, & 742 @0 4] #5417 43
Tk, DL K B B NLR W0 fa] F — 25 ik K it 96
ICREREES i N R Ll B g

[ T,
3 HliB5HkE

AR 3R B B 2 5 W K o B B L #E B Bt
I B A T i) R ) A, A T B A ) B I YT B
R B SO T BT i R 4 AN D 2R 3 2 BT
HZE PR i AR A 7R PR AR T 48R 2
AR U [ B P L AR AR e . (B Y
I E YU S R ARAFAE LA TR X 30 £
HERIFTE T , RZBE Fh s 2 E T 50§ F st
T AL 400 4 2 o DU e 9 it ) %) B0 AL il A0F 5
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NLR Immune Receptors-Mediated Crop Breeding for Disease Resistance:

Current Progress, Opportunities and Challenges
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Abstract Resistance crop breeding using disease resistance genes is one of the most effective means to
prevent and control crop diseases. Among them, the most valuable and widely used are a class of disease
resistance genes called NLRs (nucleotide-binding domain leucine-rich repeat containing) immune receptors.
The NLR resistance genes are the largest class of disease resistance genes in the plant immune system.
NLRs receptors play critical roles in recognition of various pathogen effectors and activation of host defense
response against pathogen invasions. Although the NLR resistance gene has been cloned for nearly 26
years, the mechanisms from how NLRs receptors recognize pathogen effectors to how the receptor initiate
disease resistance remain poorly understood. Currently, the most active research issues in the field of NLR
resistance include recognition of effectors, the role of NLRs oligomerization, the subcellular localization of
receptors and how receptors activate downstream resistance responses, etc. This article reviews the latest
progresses on mechanistic studies of NLR immune receptor-mediated disease resistance, and discuss the
most valuable scientific problems in this field in the next 5~ 10 years, as well as the opportunities and

challenges that Chinese scientists are facing.
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