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Structure, biochemical function and molecular regulation of plant NLRs
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Abstract: NLR receptors are important disease resistance proteins in plant immunity. Plants need to acti-
vate NLR receptors in response to pathogenic microbial invasion to trigger immune responses. With the
rapid development of functional genomics and structural biology technologies, great progress has been
made in the structure, function and activation mechanism of NLR receptors, especially in the sophisticated
resolution of the structure of resistosome. In this paper, we review the structure of NLR protein, and de-
scribe its recognition pattern, activation mechanism and molecular regulation mode of NLR receptors to
pathogen effectors, in order to provide a reference for broadening the research direction of plant immunity.
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HEYE BRI R AL 1 52 B . 35 1A
B SR R AR, N T IRPAEKKEA
RO, Y T — BB R R RS R IR
I BRI RS AR D I NAR . R B Z R 5
s N 6 % & 4t (adaptive immune system),
YDA MR A 5E B S 1) [E] 45 %% (innate immunity)
REAE LG9 S5 AR ) 1) 12 4 (Zipfel 2014; JTacob%s
2013). HTHEP A b A TR PR 7% () S % A,
T AP A4 0 23 A3 224 1 7 SRR s D ik A 4 9

fis A G g% SN o BRI, AR DRV ZH 3R T B0 ol
o9& %2 A& (immune receptor) KA A5 5L K LEVIE
5 (JacobZ£2013).

T G e 52 AR BT 23 PR R 2 B — 2R 2 i
T 2 AR, AR R A1 52 44 (pattern recognition
receptor, PRR), 3= #4045 2 52 7R I i (receptor-like
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kinase, RLK)f135 57 {4 £& [ (receptor-like protein,
RLP); 5 ZRREMNRAZ 1k, FEN—KOE#
R 45 4 45 K IR 52 2 IR % 4R B T 41 (nucle-
otide-binding leucine-rich repeat, NLR) 1] 52 1A 35 25
H .o PRRs—BE A T 40, M NLRsi & & A T
AN . B E AR E A2 AR, PRRsAN
NLRs 3 — & 3L [7) 1 T % G 2 i B AR &, L3
Ca’ i I 1% % (reactive oxygen species, ROS)FH
R BOEA 2257 Z R 35 A H I (mitogen-acti-
vated protein kinase, MAPK)ZK Ik [ B« P24 MY
4 B ER] R0 77 48014 2, B Wl UK 7 B (salicylic
acid, SA)AI Z s, LA RS (1 % 5% o 2 R (4 B2
2022). AT 20 R R 1D Y PRR s i 00 200 P o0 34 555
rh ok B TR AR AR P D R A 2 WA R S o3 1, il
N2 WE. JUT B, MEBSE, MR %)% [ M, FR
AR ik & S 9% [pathogen-associated molecular
pattern (PAMP)-triggered immunity, PTI] (5 &l
SLHEE2021; Jones FlDangl 2006). PTG 1) 50 5%
1 53 & {5 5F ¥ (Boutrot M1 Zipfel 2017), Tk T 48
W) — 7€ B G 5 1 RATAR o S I i i — AR G
EI2, 98 i ok A A e 8 3 a4 il 238 B 1 ) O
F-HR A P PTI 2 N/ (Varden 25 2017; Biittner 2016).
T S 2% . B 5 A PRR <42 i) 14T 200 it 3% THI B7 28 )5 4
A7 T4 P INLRs A 5 PR 1), 2k 1 51 % 3 9 2
FY B 28 N, BR R < R8N B i K B 2 (effec-
tor-triggered immunity, ETT). ETIS5PTIREWS 5] k2K
BRI R 9% A5 T AR, (HETIR KR 2 R i ]
G958 S NE, T8 R B A R A A R AL R AR
Je B I 2 L BB T (programmed cell death, PCD),
R MR U N (hypersensitive response, HR). &) i
PR = A W25l K BRFAN RGP, BN R
48 3R 15 74 5t 14 (systemic acquired resistance, SAR),
A58 17 R 52 1) SR G 16 400 4H 23 RE A% HIR AR TR AR
YN 12 (FufiiDong 2013). NLRsEA £ 425
R, BEAS DUAS [R] ) 5% g 1000 R0 2 [, AT i
ETI ¥

NLRs 1 4y 18 7 1A P 3 3 A7 AE 1) — R e 32
A, FEAR 95 R AR AR ) RN R i e A S i
T2 SN, AT EERE I odm i R #E B ZEAE o Rt
A RNLR 98 52 44 1R AH SCBIF 58 SO AR 35 |

(A FE IR U LEEA RNLR A B 52 A4 [
TG T — RNk, JeHAE R VR AL i (cryo-EM)
FEAR R &, 7 AEHTNLREE [ 1R & 1A 465 44 DL K 48
ZNNLRs I G (A=Y IR R 4% 7 BRI
YEM . FEIXHL, ASCREXS 70 73] ANLRs IS5 Tl fE
RO EE R A S AR AL 737 R 4%
1 AT T BE e REAT ZRIR, DU INLRs P Z 1Y)
G S S R R IR S KT -

1 NLRsHyZ5#2EHY

1.1 NLRsHy&5#4

S R PINLRs B 75 3/ 25 #4380 N TR OR
SPEERIR. A% T R 45 & (nucleotide binding,
NB) &5 #4435 LA & Ci 11 & &5 55 2 R B 52 5 51 (leu-
cine-rich repeat, LRR)Z5 #J3 (& 1-A).

25 L I N i 285 A6 35 B HE Toll- 1 A 35 15244
2kt ¥ 15 (Toll-interleukin-1 receptor, TIR)F13: 12 jig
4 K35 (coiled-coil, CC). Zi it CC 44k dak 1 3 [ %
A, B30I A B AW/ L EE (Physcomitrel-
la patens) ') RPWS 3L K . 2K ik, 4 B RPW8 45 14
W, e LT RE H 5 NB-LRRE; #4 [N 2 5, T2
KRB ML RG K B 1FFINLR (RPW8-NB-
LRR), ff 75 3 K 1X 2 CCH5 e 3 iy 44 yRPW B 7Y
[RICCLE Rk, HARCC 45 #38(Zhong 1 Cheng 2016;
Collier%52011). 8, 7FRPWS.1 FIRPWS .23 iT 1k
HT KR AR SIS Z B A S0 R 1) i
Pl (Xiao%52001). [Alt, HR AR N 45 #4485 1) AN [,
FYNLRs T 43 9 TNL (TIR-NLR). CNL (CC-NLR)
PARNL (CC*-NLR)= K2, W&, MERN
445 o 13 1) 48R NILR s AN R fith & K8 40 9 38 S 8L, T AX
Ny 45 A6 45 St AT DL 5] ki 2 1) 4 928 s v (Wil-
liams%52016; Collier&:2011; MaekawaZ£2011a), T
NG 45 K438 5 TR (S S A 8. Num&hi
0 55 SR AL R NLRsBOE BT 0 75 1), 120 72 1] 4 3L
N H S, B H ER 2 H (Mestre fll Baulcombe
2005). LE§FFRPP1 (Schreiber%:2016).

PR AF BINBEZES 4 455 E 2l 08 12 8 1 Bl s A0 IR 1
(apoptotic protease activating factorl, Apaf-1). &
Yypi i H (resistance protein) 12477 - 25 H (cell
death proteind, CED4) ) &5 [ 45 f d 20 f, DRIt
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A N-terminal i Central i C-terminal i B Examples
TNL @D T 000000000000 RREP1, RESA
o RPIRE
™ e ARCbiRcz ERR TR {:)—Cljif)—% Pita, RPP1, Roq1
CNL @O0 —00000000000- RPM1, ZAR1, S35 NB ARCIARC2  LRR
cc NB ARC1ARC2 LRR R mS/:ﬂiEl
RNL —~O— D0 00000000000 ADR1, NRG1 RUEE/FHEALR - @D-@DO0 " g ZARY, RPS2
RPWS  NBARCIARG2  LRR NETRCIARGS  IRR
_._ RBA1 HONIRE
NLR-like TR AR IR @ @D RRS1, RGAS, Pik-1
@O0 - RLM3, CHS1, TN2 NBARCIARC2  LRR D
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Fig. 1 Structures of NLRs and their effector recognition models
A: BB HHNLRE & L334 MR No# 69 TIR. CC3ERPWSHICCL MR, P ] 694 FBR 4 S 45 MR A Con 89 '3
& FHRBRE L7 (LRR)Z MR A —NLRs#R K T 345 IR B4 T Ssheh 38, B: AAINLRs IR B0 & € 49
FRRVAER: S HAANLRs T A B4 5 20 & & 264 75, AR TR A UBIEF& G 8325 U & 8 sLil, 4
A — A NLRs LA 51 04 2425 413X (ID), S5 80 iR 5120 &8 . A B 2 g Duxbury % (2021)— X,

HFHNB-ARC (nucleotide-binding adaptor shared by M NB 45 #fik 45 & ADPIS, NLR3Z 4K &5 4 2 33t 4]
Apaf-1, resistance proteins and CED-4)%% #J15(Jones MAEBMTE 4 YNBSS Hy I8 45 & ATPH, NLR3% {4k
£52016). NBZE I 1) D) g 32 E208 ) ATP/ADP ST IR0 R R (K2-A) (Monteiro MINis-
gih, HHEARPIAAA-ATPasefilf 5 A 51 himura 2018).

FE 7 Ik A P2 TSN A 5 4% 5 (Saur£52021; Bur- LRR 45 A4 455368 55 49 DA 2R 590 S 1l A P 1 1)
dettZ£2019; Wang Z52019a, 2019b; Jones Z£2016).  AH &, S NLR 52 44 () I 5l K5 5 14 (Sun %5 2020,

PBL2 o ABHEIAVAC

B
"y A Ca™
A st FBL Ry at S
P TR / AU L
ADP N8 V'Kﬁma% L,g o ; 4 TN TG
o —s 2o ategarp . ATPIGATP o £
JESERE - DRI 00000000000 - atgpe ccAPP ADP  ATPIGATP *‘ " AR
NBARCIARC2  LRR ‘
oy A A
lﬁﬁ HzIEL ZAR1-RKS1 ZAR1-RKS1-PBL29  ZAR1Hisi/Mk el
ATP C . "
e IR EIATRY ® o
WERE  -con-eimm- - e Q Q] o*®
NBARC1ARC2  LRR 52 1 6% AL REP7 TN AAENAD it
e L P ! (@7 o PRLLALE N
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Fig. 2 Activation of NLRs and formation of resistsome
A: NLRE & #9405 M), B: ZARIUR MREI TS iR, B B 6 AviACIE LB PBL2 & 4 k3 B A s PBL2Y™, PBL2YM"
5HH R EIRE A A MZARI-RKS14 4, 51 R ZARIE & M % & & A, BAXADP 4 & ATPRAATP, i# /o 24
#HZAR1-RKS1-PBL2™ 48 4 % 0 -F oK 2 AR 69 0 I 4k, C: RPPLARL IR (1N K 49 % A%, RPP1:8 it LRR £ 4 3% A R 3% 45 M) 3%,
(C-JID) AL ¥R 3 M &8 ATR1, 7+ s EL A NADaseid 14 69w oAk 2544 . A 2 4 Duxbury 2 (2021)— X .
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Maekawa=$2011b). E A RIS 45 & F 6,
LRRE 13I8 BA ZAEPE, X 0] G2 (e b i 2
5230 R (1) 22 1 A R A BT 45 2 (Goritschnig 55
2016; Krasileva252010). LRR &5 #4) 35 (1) 5k 2 7] 5
FINLRAZ AR A S5 4 B0, U0 HLRRE: #4381 1)
AE 5 NLR 52 74 5 J A0 30 1 F0 I % 4 X (Jones 55
2016).

1.2 NLRsHE fib 38!

NLRs 4 #542 # 2 ff) TIR/CC/CC*-NB-LRR £
¥, W70 B4 R DL/ LRR 45 i 3k BiNB-LRR 45
F4 50 1 #B5 K5 NILRs BL K i A5 201 41 445 1) 435 () NLR s
BA%AERE(EI1-A). FLFF FRLM3 2 5 — AN 14
S BIF 7T 30F S 1 B TNL, H 8 [ 45 M40 & 4 TIR-
NB &5 #38, 2 555 LR R B0 1 35 56 11 f 9% B 46
(Staal%$2008). LLAh, B R LRRE, 435 1) TNLsidt £l
FELEFFCHS, 2 5T A~ 8 718 & B (Wang
£$2013; Zbierzak%52013); FLFFFTN2, 25N
EXO70B14" 5 [ %92 J % (Zhao52015). U5 IF
rh A TIR 45 R 38 (O RBA 1 %7 4 1 2 R T8
H FTHopBA 1 (14 Gy il 3 LA 5 41 ffa #E 7 (Nishimu-
ra%$2017). FEPINLRIE B LTE 8 (450 B84 %0
M ISR B EED, SR ES ARG —E
I ZE P AR, Sl BN LRBEATRE 5 M 1R 51 (Duxbury
2:2021),

1.3 NLRs&Z#EIREMIEZR

NLRs) 45128 2 FE g 1 HLREN LAAS[E] )
TR KIEDNRE . HYINLRsHED DL A% 8 15 )
fig, AT LU 3L FIVE A S %, J53E 0
NP BGINLR (NLR pair) FUBINLR/4# BINLR
(sensor NLR/helper NLR, sNLR/hNLR). L7 L
HARTE KA T 9% OB FINLRs 2 AL 36 0 /e 5
CNL RPMI (Grant%41995), ZAR1 (Wang2%2015;
Lewis%52010) 11 /s 3 CNL Sr35 (Salcedo%%2017).
FEAINLRs 4548, B 7FCHS 1/SOC (ZhangZ52017a).
7K #EPik-1/Pik-2 (Biatas%$2021; De la ConcepcionZ
2019; Zhai%§2011)M1PigmR/PigmS (#H M f}Fl¢ 75
35 2022; Deng%52017). % NLRs A 548 4 4 9%
I 38 T8 B SR A, 4 A A S I INLR %2
AN S AR, 35T 5 5 —NLRSZ 4k B4 i
RAGTERINL, BEA G5 MR 77 & WRKY &5 #4358

BRI B 1 S5 A I, A e v R A I A A 3
(SarrisZ52016). FXNLRs ) 3E K 48T HEF1 541 [
(BRI R b, HHEZ—ANE 8T, 1K 2 HsNLRs/
hNLRs U 1 457 T A [] 3 ] 2 7 25 [ 20 05 (Sun %5
2020; MonteiroflINishimura 2018). sSNLRAZ /A &
1 A R B 435 A 35 LA SR TR A 2 420 3 38 M T f
R % IS . hNLRAZ A () 32 B 3y 8 2 4l B sNLR
SRS B [, AT AR Ca i P T A
Ca™ B T/ FE T 40 A6 T (Jacob&52021) . A A
hNLRs A 7E 5% 2 5 7 4 37 b & 3 13 ) 4 i (Cas-
telZ2019; Wu252019).

2 NLRERIRFHIMNEBR A

JENLRs & A 8587 2 M8, AR 2%
MR E T AOE 2R . FEYINLRsIE I B 2284 H
2 000 75 2R 0 D ke A 4 2 i S flk e 9% IR
RL(E1-B)o. /b3 5 %08 8 B8 HAEINLRs &
A BN IEAE, H KB4 NLRs BN RN 2 11 7 2K
e I ARSI R B A A B AN B R AR TR R Y
HAE. REFIMEAT SR IER. HEEA
BREG 2 R 3
2.1 HiZiR7|

7K i Pi-ta [ LRR 45 A4 38 2 55 — M43 2B 78 IE
SHIN A EA A, BA SR EAEER
RN HR 1 Avr-Pita 5 £ 45 45 Pi-ta O LRR 25 R 42k 5
R A% B (Jia%2000) . 478 3 3K F) Por S TR G
f—A 2AT Armadillo (ARM) & 741 (1 F SR i
PEEE 1, 128 2 Pi-taf SRR B BT 4 75 (1)
(Zhao%5:2018). IV FRTNLEE (4 LAIMAES 43 51l X} IV
Wk M 45 B (Melampsora lini) %4 N 85 FH AvrL567 FlI
AviM AT B8R0, IF H L& A/ AR & J LS.
L6+ L7REIRAAVILS67 5 F YA [FI AL 4k, AT #E
BN AVIL567 5 R 5 JE 2 FE AL, 645 ik &R b &
T 12N P82 S, o A3 54~ AvrL567 £ A8
PR BEDS 8B [ 1)1 1] (Catanzariti%$2010; Dodds
£52006, 2004). X Fl bR [EAE FHAES) T S 52 AR
RANE B L[R2 RE A

R FFRPP1 2R [ A& TNLs Y L UK, HL s 4
P9 W 7R RPP 1A LRRZS #4)38 B 42 2 5 O B o i
(Hyaloperonospora arabidopsis) 3 M. & [ ATR1




BRI AEE: FYINLR 8 2R 254 . AEAbThiae Je iy TR 1979

(W44, I BAERPPLER I Cli KB T — AN iR &5
}4J35 C-JID (C-terminal jell roll and Ig-like domain)
EH%Z 5XFATR I (Mag52020). fHEROQI
5 I LRR &5 A4 3 AN C-JID &5 #a i it 5 75 0 i B
(Xanthomonas euvesicatoria) %N FH XopQZ [ )
TP AR AT SR AR S, TR ROQI 3244 5] &
9% [ N (Martin%5:2020). It 4b, /N3 CNL Sr351)
LRR &5 1) 38t 5% B 1R 1| AvrSr3 578 11 [R] U —
RARIFEANE A 2 A, AT 51 R SI35 5 A )
2R T B J 2 1) S I 8 (Zhao%5:2022)
2.2 [EFEERA

FENLRSs EL 3 13 1) 308 8 A B o, 208 2
F HE 8 38 o 5 DR A% 7 1) 22 A A SR i JENLR 52 445 (1)
), NLRs 46 2% 4 -7 128 200 i (3 A0 3 [] gk A
RS IE 12~ 5EBVONB AL, Bid R
L PEIH NS G ) S S R R ) 28 B
H 877 SRR R K H PR ICNLRs [k £ % 77, FF4g
BEEE A R ANAT .

P A SR i B FH R i B 35 3t Po/PriR il
T B B (Pseudomonas syringae) RN 8 H Av-
rPto[¥) 437 Ll (van der BiezenfllJones 1998)., %
B i g Pto - B 3N 85 3 AvrPto 1 AvrPtoB )5, 5 Prf
AR (RN R AR AR AR A e — 25 R0, 51 P32
RBEE N 5 595 [ V. (Dug52012; GutierrezZ5£2010).
P F NBES 38R A AN FE IR R AZ(D1416V)
SR A R E R BBOE, 7 MM ST,
11 Prfffy LRR G5 K 3% 15 2R AR 2 1 Prf ! Y I L e ik i
W) 2 412 3 F 255 0 B e, 2k T 400 1) 4 PR BE T2 (Du 5§
2012). LB FFRINAEE [ 4% 2 S RN 8 EAE N FEAR,
FLAT ADP-1ZHl e 7% B 1 PRI HopF2 8 [ RINA
HATE B, 28 & H AviBATAviRpm 1175 3 RIN4
RAEBEIRAL, 2R 55 [ I AvRpt2 JU) 76 9 A4~ 22
FIRA 5 (RCSTFIRCS2) % RIN4 25 4 #E4T 24 i (Afzal
2:2013). AvrBAIAVIRPMI1 % 5 ARIN4 25 (A i iR
PG ERPM A e R 51 kS S 2 S L, TiTRIN4 2
AviRpt2 41 3 2R Jo W R B 1 X RPS247 3 G d% I
N7 FR) 47 R 4% (Chung 252011 ; LiuZ52011; Day2%2005;
Axtell flStaskawicz 2003; Mackey%52003).

Bt o R4 FINLRs A W4, BT —
S R ) O 3, X e gl B R T A AR A B A

R WA K — 25, Bl gk — 25 g 15 1 B A
A X R T ARSI A OCBRE 2, R T
EARA N REPETh R S B, JF H ek
i 3 I A0 E L FR) 45 1) A8 1 DT 484 SR A 420 PR B0
PE; TSR ABR T 45 G N B A AR A AR
YIIRe, A SXAE Y o V= AR 2 (van der
HoornfllKamoun 2008)., Kim%5(2016) % I /5 7+
RPSSHIPBS1 A LAE % 244, PBSIFEIZE &
Y ARMFEEEA. BAEAMEERRNEA
AvrPphB#L[a] PBS 11 F %, PBS1 (144 8 1k
I T RPS5, AT il i 40 58 R RL. 641, PBSTHT
AvrPphB ) EI AL m5RT LAk Atk s 5 3 A= ) 2 1 g
AU EIAL ST AR, AT A RPSS 43X 2 25 1 i i
I, L B R A e A ptE . S — AN AL 1
TRZEDI, '©Z 5T &R M %Y 5 [T HopZla
BRI B B R B S 1 I HopZ 1a
REBSRE e L ZED1 5 HOR 4B AR, M ZED1HE H
S1250 7701 75 28 TR L1k, T ZED1 3 AJ 5
ZART [N ity 45 R 3l i A= s A AR Y, ki /R A —
Folt 15 78 £ 11 4 BhZAR1 52 /R 11 7 HopZ 1afilt & 5 9%
J2 Vi (BastedoZ52019; Lewis%$2013),

7 NLRs & A &4 I S5 H 3k, FRONEE G 450
15 (integrated domain, ID), IX %645 f4) 35 i@ i) 5 %4 W
R A HAE A BINLRsHEAT IR A o X i i
Iy F- TR 70 28 [ 45 6 (1 25 R f A9 NLRsTE ik Ak ot
T Fp 2 5 5 o (A R PE AT S 2, DA T 8 S R
PEANBHEAMZ UOERE ). HFFRERN,
IXFHNLR 5 ID 25 A4 3l bH 8 & (1 AL 2 3 Jf DNA %%
Ji B, S o7 B 20 % A 1) (Bailey 25£2018) . JH ZERRS1
A Cliig I WRKY 45 # 4@ — AN SR (1 8 5 25 4
B, BAG O A BT T (1 20N B [ PopP2 i 4k 1%
GE R — AN TR AL S R R R A
kAL, MM AR T RRSI S DNARIZE &, RAEH S
RPS4 &A= #HEAE FH, M fith /2 %098 ) . (Zhang 55
2017b; RouxZ£2015). & A daikLE w72 £ W, B
T PopP2, 2% & 4 AviRps4- 41 [ RRS 132 /A WRKY
G5 k3 9 TR (Mukhi 552021) . /KFERGAS %
IR I CERAFAE — PN RATX1 £E 93K, #8054 BIRGAS
WU RN & 1 AvrPia, [ J5 RGASHIR 5 R 448 1k,
HET 5 RGA4FAE T B T fk A .93 = W (Césari
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£:2014; Cesarid5$2013),
3 NLRsEUE S/ MR AL

NLR %% 32 A N B Z Pk & 0 5 O R
B, AR B BOE AL AN AR R B AR R AR 1. B
FI20194F 5 4k 24 55 A BAAE X U0 2 B0 1 701
HUBIBTF IS T R A AT R IR0% R HZAR ]
(hopz-activated resistance 1)#3# J5 5 AH S ER A4
W 2 A E-E V@R /AME), FFd A R s
Rt 7 AT AFRESREEWEE, N
7~ T NLRsWOE (%04 7L . ZARTZ U8 77
AN ILAG (1) — 2ECNL, 1T 5 52 AR (recep-
tor-like protein kinase, RLCK)IV. 5 ji& H % /™ ik 72 H.
VETE 5 5 52 A SR, R R34k A P 285 3 2
H )5 il % 0. 9% [ N (Schultink 2£2019; Seto252017;
Wang%52015; Lewis%52013, 2010). &4k 75 %5 [F] BA
KRIMZAR1 5P A RIS EFRK S (resistance related
kinase 1, RKS1) T4 TE Al T SRS E &4
RKSI1-ZAR1, DL %N 52 35 5 )0 B8 (Xanthomonas
campestris pv. campestris) %N & F AvrtAC. RKS1-
ZARIE GARPMRIR L A1 BoR, ZARLEH S
(AH ELAE AR AL T AR IR, 2R8I ADP
145515 2t — P F80E . AvrACE B PBL2 (PBS-
like protein 2, PBL2) % 4 JR H B AL 2 sl PBL2"™",
PBL2™ N LA AT 552 BIRKS1-ZARI E 51 5
Z ARG A, T AR B - B IR S E A ) PBL2YY -
RKS1-ZAR1. RKS1Z 5PBL2™ 454 b F2 (1 AH
HAEH, iZid B RKS1THZARI [FINB &5 #4384
AR, T EINBEE IR A0 G AR R T ADP,
ZAR VYIS 3145 & dATPERATP, HETT 84N &1
1 2 s IR SR AR, FRONZARUR /M (E]2-B)
(Wang%$2019a, 2019b). #— L 58 K IMZAR1 1
I /AR e L 4 4 N 4 R S %) T XU R 4
Ca™ B Tl /E H, It Ca” B 7 IR, AT 51 & %
PR A AHIRIE T 55— R A1 g8 AH 58 = B (Bi%s
2021).

FIELCNL, TNLEEGENLH] E R % . I
RPP 152 7 [ TNL 28 G 2 52 4, 3 3 1R 5] 91V
J9i B (Hyaloperonospora arabidopsis) R N £& [ ATR1
SR G RN, H HRPP UG AS[F] ATR 1A R 2 45

SEPE, R L A 2R 1Y (KrasilevaZ$2010;
Rehmany%5:2006). RPP1iH i LRRZE M4k B2
5 ATR1 £ 45 & (GoritschnigZ52016; SteinbrennerZf
2015). MEAh, B 45 B IRRPPLHIC AR i — A
ST 454438, C-JID (C-terminal jell roll and Ig-like do-
main) 42 5%F ATR1f 300, IR ATR1 5, RPPI
H & AR KA, T 701 W B ),
TE BV S B IR AS IRPP LBLI /MA(EI2-C) (Ma
££2020). UL AT AT 703 B, TNLs 1) TIR 45 1435k g
8 I T AN R S5 SRS 45 5 NAD B{RNA/DNA,
RAENAD /K i it 1% P 572", 3'-c AMP/cGMP & i ilg
TEPEThRE, AP S SR S S g
R RE(YuZ2022; Wan%§2019). RPP 1L /IMA T
B 2 A NAD K il B PE T 0 7 10, HAE RN —
AN A HEALNAD K AR, 1% 1 52 #]Mg” flCa’
fI A . BEAh, A 5T ZAR] HU9% Nk 45 & ATP/
dATP, RPP1HLI /MA PR 45 & 1) /2 ADP, iX 1]
LHRPP1H & NAEMIATPaselE MEH 2. & E 514y
TR B, ZARLIF|H“TTR” 7 51| Hp  JE AR 57 B RS &
i (R)-5 ATP/dATP f¥)y- T iR 2 [ 45 &, i Asoe 3L
WS R B, (B AERPP A A A% M 45 67 H 1 23 2 IR
(E)FTEUR, T2 BC“TTE”FF 51/(Ma%2020)

4 NLREBRIEN S F AT

NLRs{E A A ) 50 9% 1) B B H0 o B 1, HAEZ
JEL P TR B K UUE A s I B R R AR, IR
1% L T NLRs [ 3 15 52 21 ™ k% 10 57 R 42, DL G0 A
WK AE R, fEIEH A K IEY +, NLRs[)
RILREFEW, FHHEAMELTIEBITIRS.
— LA R 5 DR T R T R O MR S AR RN 7 NLRs (1)
DhReRAR MR AR N W S8 A S R R E, 51k
NLRs AN 24 1 30 PA S Rk 3L, 5 e
KKERE. B S TPR8RR AR EL.
PR SATKF- T s PUs 2 R 4 28 e 08 LK Xt
JEAE I 3 5 (van Wersch52016). UL R 7T
SNC1s&—A™ MY 1) 52 )7 4% Y42 () TNL . BuEIR
AT, SNCURAEFE TR L1 A & (55 B
i R, T SR AT LR 2 AR AN A R R R AR, I EL
Y A% N R SNC T2 B0 T Ui G P28 S 82 1 5 i (Xu
552014). N TG E B e 1 kA2, SNCLIF)EE E
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K52 B2 ZA0- 2 AR R G ™ 4% A 1 (Suns
2020). 58 F 45 G 0% KT (calmodulin bind-
ing transcription activator, CAMTA) /& f ) * &
IS (55 F 5 I F Rk 2 — . CAMTAS3 BL R # 3
IR Ry G2 N ) AR T R, PR T CAMTA3TY)
hfe sk RPERA AL S A B 0%, R E R
FE AU B I 2/~ 2 M 2% 5 (dominant negative, DN)
fINLR 52 A DSC1 F1DSC2 K % 411 ] 5 A% 4k camta3
(17 5 4% (Lolle%52017)..
4.1 FERKFEE

FEAINLR 5 PR 3R 08 1E 1 5K P 32 B 2 2 IR
FERE RS, ARG 5 )5 UL S ANEN % (Lai
FEulgem 2018). #%5% K WRKYs 45 & A7 i K
Z 4 1 ENLR K 1 3 3 F [X (Ichimaru %5 2022;
DuZ£2021). K3 MLA 3% 5 1 5] %08 & (4
AviMIal3 5, MLABER [f) 84 S AR TGE B 2R, T
AL HH BT B 72 B 481 (Halterman£5:2003)

Yoy [ 2 W 35 A A5 1t 2 o R 00 s 28 I 9 3

RO, Gl SE . LS. R, AR A

DNA AL 38 0 2 5 SO P57 IR AL 16 5
JEE 38 55 (van Wersch52020). &/ A T-MOS1 §&
BN SNCIIFRIE, 1Emos] T REH I S RE A A,
SNCIHER i [X 455 (DN A I LA B8 3 ol 0 A, A
HRIA 2 BN A (Li%%52010). A5 A= K5 5
WISA N B A SRR B 3 T IX R A et
Jii VB FIDNAAE A, M 75 X6 955 JE AR )N 12
B 2 Bt B A (1) B RN, S A2 R K ) B
P AT 4R A A% 33 (LunaZ5E2011; Slaughter®£2011). I
A0, 5 JEAE Y« AN A KR T R e R A
fria 7 S YIDNA K A& 22 ik B 34k, ki 5]
V2 RN R RIE . HEEFH B T X R
BNZASDNAH AR A0 ] DL 15 4R 22 B 6 SA i 8
H e N (Dowen%2012),

mRNA ] % $& ' 87 $% (alternative splicing, AS)
RERE AT 3 AR I T B, IS B R R IA .
T 5% I N A, 57 BINLR %2 [Fl mRNA 3% 57 8 $2 (1) 5
i (Mandadifl1Scholthof 2015; YangZ5$2014), fngeft,
Jii ¥ I SWPT3 A it 5 B4 AH 5¢ E 1 CDCS
AR 4235 RPSAMIRRS 1 1) % 1% (Huang252021),
32 B (A MOS14 8141 i J& 11 28 (I L1 R 5 2% 1

MOS12% 5 SNC1 FIRPS4 ) 8 2 1 72 (Xu 442012,
2011).
4.2 FERKFREE

NLRst ] 57 B 8 E BRI S H S
FEWBOE I R A SRR E . R e 8] 1 (heat
shock protein, HSP) & — 3 = & R 57 (1) B 2250 1
BEA, Z5KZ D6eE OIS B S 0.
HPS90 /& A8 4 5 2% £ FINLRs Bl 2l F2 H 1) 8 54y
THEAE, # B E ARARIMISGT1 5 HSPOO L H &
WIFLE R IEVEH] . RARIZNZAS I ATHSPOO M #4448
k., 1§15 SGT 14 NLRs MIHSPOO (1) #H H./E F v td 5
MREAE FH, AT LE R 3 A P07 e 9% T TH R A5 B
FAE F (1to%5:2015; Huang%5:2014; KadotaF1Shirasu
2012), X ELPEAR TR (B AT B8 AR R A A 1
Fro 2 B HopBF 135 . 2 [ B 5 2 (L HPS 90 FF: A1
32 5k ATPase i 74, A% NLR 32 {4 i % (Lopez %5
2019). #LEEIF T, AS[H FIHSPOO K % Bk 7 R 1%
AN TR Tr e, HSP9O.2 g i 2 = RPM 1) £ 1 A2 e 1
(Hubert%%:2003), fiHSP90.3J#11#ISNC1F 2 (Huang
4£2014). SGTI1/E JHSPOO ¥ 4 B 4> i 15 NLR
EARER. SGT15SCFiZ % & & 14 (SKP1-CULL-
IN1-F-box) ) SKP1AICUL1 MV AH AR BE, itz &
s 2R BENLR & [ F4 fi# (Azevedo%52002) . HSP-
90 FSGT17E 5 NLR A 1 F1 2 A 4 5 35 WU T
B — HHAENNLRE A &M IERY 7, 55—
T 78 24 58 15 7 5 SCFE A 1 4 4 AR {2 ENLR
E AR . RARLZHSPOOK B — N liBh & A,
REf% 1 1T V8 2 NLR ) 85 A F2 e P, WK ZEMLA,
7K #&Rac/Rop (Thao%2007; Bieri%2004). RARI
MISGT1 2 [0 J¢ BV fif ke 45, 5 HSPOO Fp [] i 15
NLR & [ [ R (Holt552005).

TP NLREE K 1 27 F - E
B AE N SR A M, U IE3Z RiE#
XFNLR 2 [ e M 1 1 3 B 4 9% 4 (Duplan Fl
Rivas 2014). A %t % B E37Z &% # 8 UBRT 5
JHFENEE (A I TIRES F38 HAE, UBRTERIE T IAE1S
NE AR R, B9 7 A B 2 (TMV) 1)
Pt (Zhang242019). F-box# I CPR1/CPR30:E it
SCF{Z 2 -8 1 B i 1R 45 00 /e 71 H SNC1ATRPS2
IR R, DIREER K RAL R cpr30-11H SNCIFIRPS2H
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T AR &, it R IEArCPRIT] 5 FSNC1FIRPS2
K PR (GouZ2012; Cheng%52011), E372
FIEHMMIRL 0] DL S Z FMLA K A AH BAEH,
MLA1. MLAG6HIMLA10. MIR1T7]f§iMLAs{IN
2 EmAM, TR FEMLAS i (Wang552016). A8 R {4
RN EE H SWP1238 i iz R AKBUR A #E M /- F /7
¥ K7 TaWRKY 7410 A, FRAIK 7 A1 HROS
FRE, F H A 4252 = TuCRR6 1 i 55 A1 3% 5N ADH
it ST T 1, I 55 /N 27 G 9% B (Bai%$2022). E3
12 R E B Y NLRs [ & A Fa 2 M, 7ENLRs
M FH R R PR AEEER . BRSBTS, E3
23R E M S NLRsAH AR H, A6 8 H KPR
TERARIKE o 200 JE AR M NAR I, 2080 8 A
TiZ AR RS, 5l ARNLRE [ 7K s 86 0 I fil
RAATE N, o

5 BHEERE

T AE 33t 4K T 2 H T B B AR ) I NAR K
JEH T Z R INLRs K K IE Gz Bt Th g, I40
DUSE % RS 20 ) R 4 B, 38 S 1% 1% V0 T NLR 2
e B AR 3 DA AN M & 51 R AE Y B &
R, HFAEKKE . ITHR, A REYINLRsH) L)

Hor RN BT 2B T O
J&, Rl AE AR AR A R T AR RS AT TR
HNARFGHIW T . HETCEIIE 71 2 NLRIER,
HFE R INLREE R ()R IE 2 Bk e
DA 5 Ja 55 AN B K1 JE R 5, AT 5] AR HE
WDIE M e B AR . I LSR5 RN R Bk — 2P iR
T NATTXS FE AP G P AH SCHL I 1R BR A, A K F&
S EUREEYI P00 i R AR T B Ak -

H B TNLAICNL 25K FINLRs B Hids /i
(1) &5 1) 35 A4S 2UEAT, D948 mNLRsLE M 55 J5 il
B WOE TS 5 7 LS 31 E T AR Al (Ma%E
2020; Martin%$2020; Wang%5$2019a, 2019b). {H/& 7%
A HABFINLRSBE 12 TE iR AZARTFIRPPL (1) 5155
AT B SE R TS 2 R U IMA S5 R B TR
e ? DA R BORNLRSTE A3 % I S i #2275
23 T8 BSORH R B P IMA 5 4 23X 8 i) AT 75 2L
AR T A REAF B MRE

NLRs ) N 8 H 7K 2 2 m HOR 45 % Th e

M4ERFH GfEMEERER. ARz FZ s
FTNLRsZ [F1/KF [ BF 70 O A0 X G i, (2 7R 4 5%
KPS AT A R 4k 22 0F 55, 15 T A W6 48 = B ) A
SR T ATNLRS EE R 3 53 2 36 Sy o 5 18
ML FERLL I AR 2 A AR, KEMLAKICCY;
T3 8 16 [R] B 175 5 92 e I A % % B 4 7 1) K A
(Jacob%52018), HALHI M I& BEA L ? Jl i 6] ix L
I /R A 72 A Bh T AN LRI HTNLRs A 5 40028
RAINLRsE R IX A B G R

I JUAE IRIF 9T K R 7 Ca®™ A 537 3 40 1F fish %
PTUMIETIE 5 &3 3 J7 1 ) <8 F (Koster%52022;
Kim%2022; Xu%2022), {H /@45 %Ca’ il i& [ VE i
DA 9% AR AR BIVE IR R Ib4h, PTIRIETIAE
T G 58 R BB AR, A L R4 DA SE B 9
J5 445 () 40 P (Ngou 25 2021; Yuan252021), {H iX fh
PTI-ETIfIAH FLORIZ R EAE ) 2 AFAE? W%
I R R Z A BT P G A DG LS it
BT I
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