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E  PTIHETLRAAY £ K IAACITAR F AR 69 P K ARI0m R4 69 hLh] . IR 2 AL B R
BLE IR 7 X B TETIHLEAUS) 69 —FF, 2B ILIA A B A % 5 NB-LRR % M35 49 R & & 12 5] 7 R 4
FERTF 69 L% @ BL T (Avr), BE B L REAS 51842, FHITHMEINL., MR EARR)S &
JR A T2 A B (Avr) 7= 4 18] 64 BLAE 2R 8 AR AR R do = A 69 R B 3t R B Skt R M iR A e £ %
B, EXA D IAREO S RLEEOMEAERNNGHAITT 28, Lb, REMEIFARXRZEIZ

e 30

YK IH S FE TR R T 2 R X Pt
P, 5Py e T A7 B R T Gtz G P AN R IR A2, A
JUTPARE R ER ), H AW A 3 W R gk
v MR AR G, A AR SR 1) 52 {4 (pattern recognition
receptors) R 7| 95 J5t 4 455 3K 43 ¥ (pathogen associated
molecular patterns, PAMPSs), J#03% & W {5 5 18 12, 5
T BN, BRI A, XA HTERR A0 i
YISy 151 ) S g2 S Y. (PAMP-triggered immu-
nity, PTOU. 8y 1 B2 G, o B ik Atk 1
BN T (effector) d KA 0 S A 250 1 51 K )
PP N o RIS, R T RIEDRR 2. %
N, 51 40 i i 8k 2R 8 (hypersensitive response,
HR), BR$5 2 B NAZ, X BP0 Y 280N 51 & 1)
Y95 [z Vi (effector-triggered immunity, ETD™, £F &
PR RS DR B R 008 1 JeB T A8 1 9 | ) He e
ST, AR UG A R BT A 3 RN R BT
T PE IR L DR, 03 S 4 A7 A — A ke B0 1 16 G B3
FE[Rl(Avirulence, Avr). IXPPPLHE DA ZNAE 75 FRIE
HI5 Ji ) Aver B BT[] I A7 A5 5 A A2 AR T AR H IS AT
PR HAEAN TN RIE IR 35 = N, W Avriid 45 71
FEDRI ) D fie, s 1 s ik AR

HAT, CyckE 7702 MEPIREERD, FRa1 L) &
M A SRR DR, A AN & &R
%2 (leucine rich repeat, LRR). #% 11 R4, Frik(nucletide-
binding site, NBS) [ Niiij £ [t #j£ 35 (coiled coil, CC)
s R Tol Lk 1 N1 L3 42 11 40 M A 35 152 4[] Y5tk

PURTEIA; ToaE LA AR LA P05 DR SR Db

(Toll/interleukin-1 receptor homology region, TIR)?*,
HREEM IR, R Ave H ik Z AV 24, 1)
REZ R, R 5 AveaR (I AH ELAE 2280w 1
1R A5 BN (R i B A A, X oA B AR %) R
R E AT P AR A B BT RS L, 7R H
T AEPIREE PR RI Ji T BBk Pl AveAH LA B 0F
FZE) iz EY, PG T E R RS, REEEY
Avr [ AAEAE =R BAE IR, 43000 oh AN
FAERIRE T BAH B A HIAR AR e e B

1 BE#MBAEEREN(ZAR—EAIERR)

BT, MPIRIE DR G 1552 44, I3 [ ) Avr
BE DR g b O AR, W B AR AR, BOS PR LS T,
PR IR AR AR B AVl AR 0TS
LR, JF — Bl h sz . e TR REIR
LK Pron] 5 1L H MNP Avrd& R AvePtor= ) B 45 6,
M HIX 4l & ot ™ A i 5 14,

FEMCBE R, d5 hy SR PR 93IE & ZK AR RAE R )
Pi-tal5 B %M I # (Magnaporthe oryzae) Avrk K P=
Y Avr-Pitan] HHEAH HAEH], — & W EHAH BAE R 2
FEAEPUE R SR Pi-tal) LRREG MY IR AR 226k
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AVR-PitaffJ A B A HIBE 1, 7 AL I e B L JYI AT
97 3% WV R B R AR A LY I R 45 B8 (Melampsora
lini) AvrL567. $Lid FFAtRRS1-R 5 H AN 5 55 #
(Pseudomonas solanacearum) AvrFE K F=4PopP2!'>!"!
FANHENE H 5 TMV (Tobacco mosaic virus) ] AvrEs
8749053 M SORE Fr et £+,

2 [EEEEERARN

HAR O 0T T e U B 2 AT S AR A
W J7 320 BHR/ Avr () A7 78 B4 AR AR, (R K (1) i
FUR R, VP ZR/AVEIEA B AR A TAE Y, X
YER/Avr ] g S 18 I A7 3 1) 4 B i 1 Ok AR TR A B
YER . BEETFFCIERN, BRI 22 1 52 56 UF 4 2 B,
&K 22 FUOR AR A S ad kA B B 1 T4 b 550 B A4
AvrA HAEH, BRI AR T R BAE A 1X
Fhla A HAE B FRRE B o FHiBhE A
Avr i I L AW 8 X 58 R 5 Ave AR B
YER, JE 5| RIS Bk SR St T AR 3 e [R] 42AH
HAE R HLEE APk 174520 (guard model). “ff1
B X (decoy model)5 “if5 TH—FF 545 1 (bait and
switch model).
2.1 “RIEVERX

“fif T 58 B B i Van der BiezenflJones#g Hi,
I TR S Ave I TR 2 AH BAE 7 A 488K
IR, 90 R Avr BE IR A Ty g A A5 O B Y Bk
T L bR, $05H1 AT F 0BT TN 9 1R 4 & RAE
R A, Ave/E T8 B, REE A R ILEE AR Bl 0
iy, “PR BERR S5z By, ok & 2805 TR N, BHE%
SR — oA B o fR B AR I M RE T 0 A4
Ave IR YIRIE DR (1) A= 1) 2 Dh i, BIAVrF S A Dl fig o
VE 908 J2 B () B 1 DR 7, e R A A e i a7
5 D Nk AR R AR T fE
A g s A /4R 1 3 (surveillance protein/guarder)
{& DAY ] 7 (AR 113, guardee) %5270 I W)
B AR AL

“Pr B A S SO, 78 B R Y Ave HAS
TREE 7T R, NAEEAve S AR (1 R A
HY, AL REED AP, A7 AEAVEFIEERR, Avr,
HEARAIR, sAEAR FIRI R AW Avedt 45
HERBOE TREH, SEREOSHEEOS S
(Can S R P = BT 53 FF 1Y), B REE R
BRI B2 S b it R R (o SRR P DA

B AEAE), B T s —FioFr A AR B L,
B AWOE FUEDT DR, RILBURE. %8 AR 4
HfgRE T — N REEDR AT LR 22 AN R0, 2 1 AL,
XA AL ) FHAFDR 5 20 1) RS PR R0 e B 22 1) 95 it
B8,

PIING EP/ NG X 7 T o M N g S W S SR 7 R
I R U 45 LA R JULAN 7 1

% —, >k HPseudomonas syringaelt]AvrB, Avr-
Rpm1 F14L 75 7FRPM1LL JZ AviRpt2 FIRPS24H H 1 H
R4, 1 FAE AR DB S UE R . X PR
Avi/RA-F I PTPEL FFRING (RPM1 interacting protein
A H AR fE2F FRY T, RINGRIRPMI K
RPS2VL A & W 18 A7 A, [A) I RINAAE 2y 10 i) -7 i
RPMIAIRPS24b TR F AR, 0 PR 4t 75
TR, RIN4RY A AviBAI AviRpm1 Az AvrRpt2 () {F
F I 1, 35 AL RPMIAIRPS2, M 171 3 RING 45 2] f5
o AHAFH R, RPMIFIRPSTfR T2 "RIN4[1I AL
Hl5E e . AveBFIAviRpm 13 i fif 2 {1V RING, ¥4
RRPMIN- T (17 T, Btk =2k, [ I 61
RPS2¥13H % o 1T AveRpt2 I3 3 15 £ 1 > Jik 2 1 2
1 3 1 B AR RING, S RPS24Y T 1R B 1 s W R4t
PERIN

e A KA A 12, XL Avesf 77 F4E
PIRINAAE F 55903 ) 1R 43 G 8 ) G B AH DG 1,
RIIX e Aver] fig i i 5 H e S a1 A Rk 3L 5
PEAE 22, F 92 |, Chisholm 527 B AvrRpt2 4
AE B MERINASL, 34 BE B 7 FL 8 W fE JE AviRpt2 48
Slivkq =P

%, KRHP syringaelt) AvrPphBHI$) Fd 7 RPSS
M HAEH RGUEE . X RG TS5 K, AvrP-
phBJE — AN Moz iRt Ay, e seidad A e EE
b B &, 54k 5 1 AviPphBY) % 2F 3-PBS1, MM
THPBS LS 1, 2077 REE FARPSSIH AL MG
PEF= AR, fEix R4, PBS14AvrPphBf) L4 [,
RPS5e“f# L"PBS1{{IE M«

% =, >k H Cladosporium fulvum|F] Avr2F1 75 i
CE24H HAE H R MRS . 5 AR A4 075 18 73 7 ) B0
S 1 R er3 4y Avr2/Cf-20R 5E 1) U P BT e 752720
Avr24i i Rer3 1 1 B 1, R BOERCE2A SRR
e b7 1L N AT 1 1 78 43 0 B AR, B8R Rer3
SECE21 % Bt %, (HAvr2 5 Rer3 1) A H A€ R i {a]
WO CE-2, DL & CE-2MIRer3 R B 4% 45 A i A B
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50U, Sk AP syringaelt) AvrPto I 7 i PtoA] .
YEF RGEEYE . AviPtoFlIPto #4545, 1M FLIXFh
SE 5 PO FINPIME D T, IXFF A 52 h— AR
AU S5 FERProdh, P IET JLEINBS-LRR
KR AP A7 /e 78 TG AviPoff) % & T, Ptoy
Prij A2 AH HAE H, Prod (4 T PrifiBig v k. >4
AvrPtof7F4ERT, AvrPto 5PtofE il 54, A I A 4
il I Pt 5O % MR | R O ESR A R R
gieh, 0 BLKPto PR fi# y AviPro ) Mr i R 1, %
Bk inr, AE S Wa 45 2 1 IR PeER O, AL R R T
RN, “fR H7Ptofe 52 ik — 0 AR, W% R G 1F
e e 5 W

55 H, K ATMV pS0F1H BNAH I AE FH R4
UEHE . pSOSETMV & il 25 11 1R il eI, fe Bl NS A
PG DR B SRAE, RO 1 DR, NEEDK G
it =4 3 TIR-NB-LRRZY 2 (4P, 1% 85 11 /2 5 5p50
H A A AR AE B0, 3Dt R WINE [
Eip50id i 4 Bh 2 FANRIP1 (N receptor-interacting
protein 1)52 A H.AE . NRIP15E A7 - H- 45 44 fise,
p5047 £ I, NRIP15p50LL &2 & 4 B 203k e 4 T
40 A%, AENRIP1Y 40 it 5 47 (¥ 22 46 I A a2 51 &N
5p504r T 1) B IR AR ) 8 A b E AT T
NRIP1 R AT e e Mg s 1, DAL HEN 52 5 4 P NRIP1
fINL pS0sk# e PR S 34k, 4k 51 A B IR
5[5[37]0

B bR HT SR 2 R R E A, 7R e A
TER R R I T AH N AR Bh 8 1, W&t -9/
Avr9R HAE T RS h THABSPY K & Rpg4/AvrDAH
HAEH R % fip34°9, PRI S RPP5/AvrRPPSHH 1.
YEH RGP ARSHIM, 5§ 7 AtRRS1-R/PopP1
FHE A FH R G5 (URD 1925, (B i AN 453X L 4 Bl
A W e 3R 5 Ave Al HAEH] .

AR, SR 15 G52 AR —RBe AR (R 55 Avr
(&5 AR R, MRER IR0 IR ) Ave Bt I, RER
B Ay S BRI S IOE B 5, M
AU DN, IR T, 41X LR 5 Avr
M E A BAE B AT AR TR FURTEfR T
B, X SEREE [ — U 1A Ok i Ave BU i 1) SE A,
BP0k DL, 59— 7 /R A iy AR LA,
T LA, PSR 3R DAL beln, 7EKR

Pi-ta/Avr-pitatfl HAEF 240, O Tk 3 i
WL, Avr-PitalS(iti /KR A (1 Pi-ta, Pi-ta [ 5 XAE RN
R B I P s TS, AT VS AP P, PR
BrHS . HAR O ) @ 2, Avr-Pital5Pi-talf) 455
S WAl G A A Ry I 2 8 1 A Pi-ta ) e - LA AT g
b2 — &2, Avr-Pital A7 48 B ARG g ), 5
Pi-taZh 5 (R [N, V) #EIPi-ta, JE—Fh 3% 1k I Pi-ta,
NI SR TR Y. o

PR PR AR b b iR T RS AveAH B AR HI I 75
BB A A B, A1 8] T 2 SRS, (HI%A
KRR AV R IR AR L — 1, BN M)
TN T REEIRI I, 12 1 R 3 s AveBIOW PE I
DAL, NATT RG24 H P i B X 5 < i i —I T D8 A
Ko
2.2 “BEBH R

e T X -, fvan der HoornFllKa-
moung tH T BB AR, BEBIE SR R RN T
AR, RPRE R A 2R (R r), 5 B IESEE
(1 )7 5 B4 R AR ABL . BB FR 1) T R 2 fF AvridfE AR
BEARAE g #E bR B (AT R S A8, 51 EREE (9
SHIHR; fEASRIEH FREY) o, AR Eoi i S
U PR A R o RS ()7 A A AR BRI 45 21,
B2 HAT THAE I RIE A LE I, A ARIERAT R P&
L5300 7 4 B LA siock 9 IR A . EThRETER
FERIAAEAE I, LR T HT ) Tysk b 5 2000 8 )
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Wr, AR ER D RN PR Z . AP
PR T 1) B K DX IR TR T AN B RIS R R
Wy B 5 3 SR R BOw TG OGIX — I %, Horh
BEBMIE R B LR AN S5

B, KRR A DR P 3 1) X6 AviPto
VU, “BEBE RS T T S A B R . FLS2M
EEFRIMUE 51 A B ) A5 5K 43 1 51 R 1) % 9% |
MR R 2 AR, P syringaelf AL T AvrPto, 454
FLS2/EFR LA 5 Js s =X 20 5 | A 0 s = B,
FLS2 5 EFRI1JEAvrPtoff) B 1E #E bR . Ay 38 9 8 A5 4
AvrPtoif ], FHAIEEL T —> B A7 454 AviPto ) g 1)
AL HE 1, B R B A A Pto, A<k AvrPtofE T
FLS2 5EFRI, {HPtos% 4 14 45 5 AvrPto, 5] &Prffr &
(I B IRAEN Y FEAN B Prf R RE T, Pto 55 AvrPto
() 45 B BN G R0 BN, A 38 70 A £ 3 53 6] 9 Jit
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55—, 7F B M 5 Xanthomonas campestris PV, vesi-
catoria (Xev) I EAEH RS, AviBs3 /& 2888 58 A
T RN, I 45 A B AE FH e i s ik
Fik. AvrBs345 4 UPA20 (up-regulated by AvrBs3)
BE DK Bl 7 DX — Bk R A Y e A, S
UPA20% PR 32 15 S A1 108 40 M 38 A=, 338 11 ik 95 1 420 1)
PURTER s PR T kEGARZ Y, TR T RIE DR )%
W BE R B B (8 3 A TR BN, — B 80N
THEN, Bia 1 RREERIZRIA . U 5L K Bs37E L)
B F XA — BrUPA203E R (1 i XA F T AF, AvrBs3
BEAAZ W 2 BN B B ——45 S AR oo, 3%
FBs3KIE, 51 RILHNEIR I

TE“FABE B, BRI R 32 F Avr
BONMIER, JE8A B ARG, SXBs b, Ptoff) Il
iV T I ORI A AR B A 7 BN AR,
E T RNy Sulla] iy S W e N 7/ e o Vi el
M NAZAT P R IR e, AR Prf S FLS2/EFR 1AH
W12 305 AvePtodi [ W47 Ge I, 2 51 RO B IR
H =, Ave SR EERR AR BAE R 8 0o T HOE (R
1, IXFEA W] R AT BB AR ILAE I Ave R 26 45 i
REER, A FEMAEY) I PTRE T
2.3 “FE—FXER

P H—TF R 22 FH AR MR TR 42 AR HL AR
5 =R, A MR R TE R 52 3 R
W2 — AN AR L . R AR S R
S AW, EEGHBE A E S SAe BEAER, =
FAH AR A B TRE AR R R U Ave iz 1, 4%
M5 AL IR o 1285 A7 AE ) AT 3 /2 R 0
AELE P 7 TH ) g NoR i fig 5 4l B 2 (RO 1At
AP Ok AR FDAH BL/E ), LRRES Rk g 5 Aved
FAERW . AR IR R AETCAveirf, R (1 Al
ST WA EAE AL B 5 k35 . R 2 0GR
B PTBCE TS, W SRS R e ) i, )
REAMHARE WA EAERER, AS51 k%
P2 N G SR Ave S I EE A BAE A, REEE &
58544, NBSHl it 5 5 ATPELADP, fif bR 4 T
WAHEAE ], LRRESF 5l 2 Bs A (R 4T 1 9F50), 3%
W NUEHE S ez, i A2 A SR
S R EAE F R b R, RA&R A AN 1R 4 B d
HF5 HAHBAER, B, B E B AH R SR
Ny 45 # S PR B A% A AH R B R Y, X — i
FEHS P RET AP 3] TAREIRPO2Y), FHiH T 5242

N A EAE L, (HRE M 22, RS Ave A AH B 1R
FH 0 200 2 S M ), RIRER F 2 S0 31 WA 42 2 TG 2% A
HAER, MR R S A AR, B 2w o) A B
1 A Bk Bt SR A0S 5 i 42

U5 TH—TTF 8 Xm0 A 38 1 g R N/p SO 4H
HAEH RS BN S pSO B Bl BAE U, =%
T T L A B A 1k A TRV AE ELAE T 8 JE T i
T A I REE 1 LRRZ5 4 355 ] 15 AveAll AR H,
{RIXMAH BAEH e 08089, & BEAEANIER R R
(A REX AT, AH B AE XS BURIh e s EH . X
oW 55 1 B RRE T N 5 p5S07E 4441 g T4 40 H A% H,
TEAR AR EAE I T2 B R L IS . thAh, NAE
DRI AN 2 T8 o TR B NRIP 1E 41 A s 67 11 A8 Ak 5 | 3ot A
PEIRTE, T2 v BESETE N, pSOFINRIPIE 54, TE
B G ER TNE A1 WA TAER, 9T
WSRO EIR SRR T 26 . S HEIR 1) OS82, 7E TCAvVr
i, RER 1 LAS> 7 N AH BAE FH 1 RIS S A .

WA AR A () i R Pi-ta 5 AvrPita /1 A4 A AH
AR, AAANHEBRE A 4 i ) 58 2B FNRIPL
0% B PR 1A A Pita 5 AvePitalfy Al H /R R 418, 5
RIEA BAE R AT R T H—TF R
AT ANRRREA A 5 WA AR 45 M IR &
I 38 S ML o

3 “ERIFEER

2 8 BT DRTO JE DR A 150 1) 52 e, AT 32 2 A
B A HAT F 7K P i ad <k PR 6 DR e, 20 T
Avr 5 REE R AT BEAFAEAL IR IK AV (AR HAE o B 5l
PR AR FRAVIdE N A7 4l B i I 45 A RIE A
I o, WOEREE R R R, A T
W tHTIXRAVERI AL AW e s R HoA e
(RIAHABLE, DAL, 1R Aved [ SRR AR S Skt A
“f(transcription activator-like effectors, TALEs)*"", %]
H A7k ik, B & AEXev 5 X oryzae PV, oryzae (Xoo)Ji
J5U B R I ZJ40FI TALES 2, 3% S¥TALEsH [1 45
Ry DR Y, N A 0T =24 R G873 W () S5 A 4k, Cg
KL E AT T IRV S BOE 1,  1A rh JOR ORSF I
16~17.54 B [R)34 535/ 24 JE R A3 1K HE 42 4 g I,
V% G5 RSN AR B ST A S 12001 367 e JE R i A
A4k, LLIE AR AR RS 37 DRI AR A,
P R E R PR B HE LA AN 7 1 :
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Interaction Mechanism between Plant Resistance Gene and Pathogen

Avirulence Gene
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Abstract Plants have developed two types of mechanism of disease resistance to pathogens in evolution-
ary processes, which are PAMP-triggered immunity (PTI) and effector-triggered immunity (ETI). Disease resistance
based on gene-for-gene hypothesis is one type of ETI. Conserved NB-LRR R proteins of plants recognized variable
Avr proteins of pathogens then activate signaling and result in hypersensitive response. Gene-for-gene resistance is
displayed by indirect or direct interaction between products of both resistance gene and avirulence gene. This paper
reviews progresses on R/Avr recognition mechanisms with highlighting that indirect interaction of R protein and
Avr protein is the main type of interaction between pathogen and host.
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