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Progress in functional genomic studies of rice disease resistance
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Abstract: Studies of disease resistance mechanisms of plants will facilitate crop improvement. Rice is a major food
crop globally. Presently, many major disease resistance genes and disease resistance-related genes have been
isolated in rice. Studies of these genes have improved our understanding of rice-pathogen interactions, and are
helpful in detecting novel genes involved in rice resistance. This review summarizes recent progress and prospects
in rice disease resistance.
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I At 9 £ 2% 95 TR 906 S JR A 1 5 2R S0 AT AN B 2%
R4 e R A2 DAK K EE B OB R . H
RO T /KRB G0 HL BT FEAHBOIE R A2 B Ak
ANREIEIA o

TR 995 D IR 4014 BT DA 20 A PR AN 7 T 2
EHEANBEDUE. REDUE— R E IR
FE[A (major disease resistance gene, MR F:[H ) $#214L,
Pt AP R, pisEg Y AR 2 A
SR Bl 3 B0 MR AL A (quantitative trait loci, QTL)
Bl PUHEACEEAR Y. thih, S ERERERE
R B 22 5 A4 5 0 R R 0 00 A AR AR G,
FrUL,  Hebuil B0 IR B A e R S P Bl A B /N Fof
TRt s M2 5HEUERER, @ W HPUEAH
KIEER, ATREAL T S50 IR W BAE S 55 S e
U, BrbL, il ok 22 A 0 T T A e Bl AR
HNFRE S P

AR R 90 55995 D A ELA'E PR 0 FE AN W DR
HHEH THEMER I RGEAL . 2 ALY R
TS RGNS« 8 JEUAH OC T AR A4 (pathogen-
associated molecular pattern, PAMP) 5 5 1] 694 J W
(PAMP-triggered immunity, PTT) 1% W 775 5 10 e
J25 ;2 N (effector-triggered immunity, ETI)™, 5 & AH
KT TR R I ARAE T R B HAR RO PR ST
(5o RSEAA TS T 1 S 2 S N B A2 L A7 308 et 24 i s
b By S AR 6 AT U T R AR B S R B, AR
R IR R A R R, 2S5 HBUR
R RN 7T IR RN, 18 AR —
ZK4mtd NBS-LRR (nucleotide binding site-leucine-rich
repeat) 25 [ I PT 2E A (disease resistance gene, R F&
) VR AR IS (18 20— 33 T 7 AR B B S e i —
AHEFUR I, TSR G s R G A AT = PR
FEEAAR S T 1) F 958 I SR 008 155 3 11 B2 s I 7
P IR S G

KRB PUR AL R — HR B AR H 2
WA . KFEPUIR 5L R 42 88 AV 7E 783 20 23 e
TTH, K5 PR KRG 3 R ik R AR DG Ik (R 4 4 0
[F, IXEeR T s RWER M, AKRBIURHLEERR 177
A WU RSRFESS, R IR 2 R
kBT, JCIAE ARG A AR T

1 AR EREE

KA A H B B AT B K RS AR A (Xanth-
omonas oryzae pv. oryzae, Xoo) 5|2, WHHN ML
W ZIWIREE T R 2 IR E, At 58

K FERIKFLRME TR B BT B A B s
P, B AR 7T KR B A B A 1R 2 AR BN Fl
5 DL B4 A2 T R /KRBT T T o o 4 B FE AR R
Fh&H F4h, WA B AN 55 E/NpATh
/NPl

BT, KFEH CaHiE S e i B R 3 8t
TRIER E DA 40 AN 17, DL pTh o B e I 3 30T
NG 104, 1 3E Xal. Xa3/Xa26. xa5. Xalo.
xal3. Xa2l. Xa23. xa25. Xa27 M xa41(t)"""", Hrh,
FANRBSEFIPURER. 5H4h NN
ARG U IR R gl =R R, MR E 28,
HYURHE R E A X — SR LAY
F PR K 2 H 4w i NBS-LRR 2 AN o 64,
XL T ) F IR R T, B 6 AN B K HE
Tfe-5 A B I 282 SRluis - 20N F (transcription
activator-like effector, TALE) HAEH XK.

I G TAFAET S BT B (Xanthomonas)
FEHF /R (Ralstonia solanacearum) W . TEJ5 5
ARG e rf, TALE W] DL i 45 10 1 2453 &
4t (type 111 secretion system, T3S system) #E AT
YDA, IFBE 5 45 S LE 15 3 2k DR ZHAH 9 5 L [R]
fEBhF b, AT s R R ik Y. TALE & —
etk EONAAL RN £, FEAS R 3 A B A
FE/NFR R R AR B AR e T 2 A ) ]
oy, RMJLFRAEMEEIR R ICHMKERX, &
HHITHN 1.5 3] 335 A%, BANEERITES
12 A ANEE 13 A R IR BRI A AR 1, X P E A X
LR RIE S A R Ss T S5 1Y) DNA 255 1 2
gk, MRS E R TR 12 A1 13 A & B R R
B Bk N E X AT AR XUEE 3 (repeat-variable diresidue,
RVD), L DNA # I f)— AN LA 2022, 221
25 B FEEE K S Bl b S SR O - RO R 2 B
N UPT (up-regulated by TALE) f: 5k EBE (effector-
binding element) Joff #*, fE/KFEH, TALE %}15
TR R AEE R A KRR TFIAYS, %
B RNA A IS0 B JE AR e R 111 y 2.
[F S, A2 E A B H 9 TALE 7] DL TFIAYS
i, [A)JEvE AT R 4 250 B ) TALE g
HHEEE P,

1.1 ZTALEZESH B4 FHUARER

Xa27 £ 5% 1M K B TALE AvrXa27 i G % ik
() 32 T DR o 12 2% DRI 1R S5 57 B A i R g B
R EE E BT, P B XRAE T S Xa27 331

T AvrXa27 45 G AT S UPTyr e 215 S5
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FHVE SR I XA27 S| W] LA IZ B fsh, TRES
557K 4 A SR M ok A A B R (R N R, A KRS ST
A 1

Xal0 52 5% (WA B TALE AvrXalO i 5 % ik
et ERyURER, B Xado B TIX SR
AvrXal0 F 45 & A7 B UPT,a0e XA10 52 P 5T R i
WA, TLERNEAE, T S54RI Ca® BTN
oA o U

Xa23 552 M Hi i TALE AvrXa23 i 5 % &
S UL R . T Xa27 —FF, Xa23 FAE[)
S 7 Bt ik DR g A A R B B B, R 2 Xa23 Bk
1 3+ XA AvrXa23 454 AL UP T30
Xa23 P, X2 H T AvrXa23 £l
(1 Al T A R R A A T

Xa27. Xal0 F Xa23 #giHR/NE R, JF
H5 S mEAEAAUE, RE Xa23 wmiSHE A
TR JE R Xa27 —HE, HIE P IR FR . 1
Xa23 Gt A KA Xal0 2046 FYENHE, R
PIANE R ) DNA R8I RIE M A =
1.2 TALEZAfmZETFHIPE M EMIRER

IKAB B BT A R 2L ] xal3 A T A
Bk PXO99 (145 7 it . B FE KRB, ZFER
MZE 7 BE N Xal3 )2 3T &4 TALE PthXol [
455 A0 1 UPTpyx,» AT T BUAE PXO99 12 Gy id 12
H Xal3 Wi S RIE P, MBI BRI K xal3 8 5
T, ZEENMRRERS, FEARM PthXol 8
Sl P, xal3 R4k S Rk PP, Xal3
xal3 FEKI# afL J& T MitN3/saliva X H. XA13
wEAM TR E, ATOLS R R s R E
COPT!1 1 COPT5 H.AE, 5Bl M4 f 7] B itk A\ 48
JLrf, AT AR A DA J5 8 A 5 - 24 i ] Bt - 400 i
WL P AR T TR LR, A
Al B %) AR KA H A A L T PXO99 Xt 4l b A
A PR B ORGSR A ) T R R 25
W) S IS BILAR AL, A R A T S
HHATEFEAUERE . FTLL, PXO099 3@ id i 1E /K
() B PR SRk s e i 55 I A G, AR T H B i
JREH *, Btk xal3 ITFARZES, SEPH
Ml & BAHT PXO99 A K, BT LARIL I Fum s

FaPEPUR L Al xa25 /1T 0 AL B R PXO339
PIRF DU . A Xal3 2800, EMRER Xa25 15
B & A TALE PthXo2 45A A5 UPTpyxey A
Wik S RIE, MBEEIER xa25 KEsI T, %45
B AL BAFAE— AR, TR AN BE B PthXo2 571,

W RS E S RIE "N, Xa25 F xa25 £ K [FFE
.9 i MtN3/saliva 2k 85 1, H H ARG L6 2
N

5 xal3 F xa25 4Lk, FEYEHUR IR xadl@) F1
H A7 B OsTIN3 [F)RE 40 i MN3/saliva 5%
W M. OslIN3 J3 8 7 v & 4 AvrXa7. PthXo3.
TalC ¥ Tal5 4 Ff TALE K145 547 8, FEr Az 3
B RIA PV, Bt SE IR xadl @) A2 B R R B R
fifise, EARPNFRES R KRB Batk3E N xadl (@) 5
- H %N [ AveXa7 Fi1 Tals iR B4 & kAR T Gk
AR, W] LK IX 9 Fk TALE (1 (3 R = A ik €

MtN3/saliva & 5 b 77 £ T =A% B, B
WIE R SRR A R b R B Y, XREAREAZ IR
PEIELER, AT 4ni b, R E ASRIE T s i
YR Z AR, v AWE AR E T R EDIRe,
FrbA i Bk SWEET & (9 W7 o [FRy, TSk
Xal3. Xa25 F1 Os1IN3 B4 245 5% TALE % S ik
MBS, R 7 R 5 B v B R A B P
IhRg, FrLl Xal3. Xa25 A1 OsIIN3 YRR AR R
(susceptibility gene, S %t [K] ). I o1, Xal3 1 4 B N
Os8N3 5. % OsSWEETII, Xa25 W0 {i§ OsSWEETI3,
1M Os1IN3 0 OsSWEET] 474303233,
1.3 —MEFFakeimER

KRG B PR T A O R xaS e R S AR 1Y
TFUAySY™ . FIH &V IE R TFIIAy5/XaS #ILG, xa5
GBI FU S — R SR oA U Y, st R,
TFIAYS/XAS 125 T TALE R /KRE3E K F£ ik
(i A2, T xaS 4mAS ) TFIIAYSY " /xa5 fHIS T H 5
TALE f1256, Miisme 1 B A B R 4y, K
FEPUm B, X ROk RLE Xa27 B Xa23 Fl xa5 1%
BB RS BNESE . B Xa27 B Xa23 Ml xa5 RE )5,
Xa27 5% Xa23 /s fig %% F) TALE AvrXa27 5§, AvrXa23
FSRIE, WARRERMHM T P, B,
SEIG R, A4 B P TALE tHAT LS TFIAYS/
XAS Z54, M xaS KRS i b 2 % 41 2697 B
PEA L B
1.4 #mFENBS-LRRE H R F 8 mEE

Xal & 250l 1) A0 32 28000 2k R v —
%A% NBS-LRR % [111. 1% 5 K2 B Pum R A,
RSP S0 ARG B H AN 1 i, HHR
KB AR BRGNS P RS Xal S
T3 R R R 6 R g% R, 1%k R Af
RE VR 2 800 715 S I S ) L, AHZ H AT A R
J SRR FLRIE
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1.5 YmhS S BE S HBERR 2 B A E U mE E

Xa21 72 /KRG e A o R Bt A 32 RkcR:
AL, BT RAA S0 2 R AR S NFR P, R E R
12 5.2 52 /A3 (leucine-rich repeat receptor kinase) 8
HE Y. XA21 & AR B AR P RaxX & H,
IF BRI 41 A B IR A B S 1 E A P,
M raxX J& K AE & raxSTAB B9\ 1 1) (M- Al A
EHERT . NI =GR L&, Xa2] FHLFE
T A SRR T 10 G g% SN ) B R (#EE TT FLS2)
JBT RIS, AT 40 P fr) 52 oA il B BT LA,
Xa2 1 WHE AR I SAAA T 5 (1) G 95 B RE () BE A
HHT, % XA21 454 (XA21 binding, XB) & H C.4
WiARIE . H A XB24/ATPase 1] At XA21 HBEERIL,
fi R e A AR LIR S ™, XB3 J& T B3 12 RiEHE,
& XA21 BRI R, W2 Xa2l /- P LTH
(B9, XBI1S S B R R B, 7T L4703 5 XA21 3%
P B, 1 XB10 SRR T WRKY62, ATLLS XA21 [
AT AN A% P ELAE, MR R IR R A 2Rk

Xa3/Xa26 (£ [E KRG S A g 2 N, A
FOF V2 G AL B AR BN R P, RS S
Xa2l ANFl. R MYt E R B S R
KEA Y, Xa3/Xa26 K A% T eI 1718 57 & 2N
o2 BT R Y. Xa3/Xa26 B A FEA
Pk, HEIC AT HE R A S A B RO DR S AR E
B4 Y Xa2l 5 Xa3/Xa26 45 ¥ 38, 5 3 5 T
T2 AL, WA U IR B 48 S5 N AT e A
W — e Xa3/Xa26 1) T Ui R W R,
A0 45 1E 7] R 4% B1P S M) OsDR8. #% 5x K 1
WRKY 13 1 WRKY45-2, C3HI2 LA Jz 47 [ i 4% 471
3 VL) OsDR10 Mo X £ 55 (RN 2 5 90 (1 A
i B S, A SR 23 5 0k H AR TR B PR 0 S
X e 2k JE IR Xa3/Xa26 1T Ui SR FH G Ath s i B
itk pig EE
2 MEERENEERE

T A2 KRB A 7 v s WL B 55 ™ B — e
BRI S, L D AR e R B T 1] A A 1 K B A
(Magnaporthe grisea). NI FT k BLIX R ol B S
br L AE AR B 22T 2 N Fl,  CLKFE N TE 1
95 i B 5 SR EURR A Magnaporthe oryzae, T i 44 H
FHRU D ERSNE E R RE . A, Bt
PR A S ST 44 8 25 2 SR Hh A AR I B I IR A A
H, HAG—. FERIRTE KR4 G W 6E
KA, AR G FE I AN A S w] DAy N e,

Jei VT AEBTUEUR AR 2,
[IEE IR K o

HAT, KT /KREUREIE I £ HEE R I e 5 2
#k 100 4N, miRE R AA 24 AP SRR
B R 0 (R S DR AR B, X 24 AN SEH ) 2 AR 1
HAFEE, Ho 22 AR5 NBS-LRR &[4, —
ANt B- BEE R ZARBEE, 51— miE S E R
B, A, BMEgmIGE-—REH, XEIERJIR
AR Z A e
2.1 Pik, Pikm. Pik-p. PilF0Pike2 W EEEH
HEFMNER

Pik Pikm 1 Pik-p 5 H]/2 4% 24 5 5 25 R 2 AL
HE g BB R = F &AL T 58 11 Jetdk LA AL
B, HEN AT AR AR B Pikm SRIE T KR
il Tusyuake, 3 PR ZH7E b€ A7 X A FE 5 2 M4
LR HI4mAS NBS-LRR (%K, A PikmI-TS 1 Pikm2-
TS, HANERG RN, IXFAN PR (AT ] — AN B
e NIB i PR R P . R4 2 AN EEE[F
B N B S R, AR A TR, T i A
Pikm AH7F B, iX 2 S (K] B4R #R 4 i NBS-LRR,
ERENIA B RPN, 76K BN GE Ry %5 7 TH
AHE. Horr, Pikml-TS £33 2% JR 1 5% S £ ik,
i Pikm2-TS A4z B, Pikm (#1570 e 2 8 R ILFT A
[FJf] NBS-LRR 3 [F] 42— S5 1000 S A ek

Pik-p A74E T /KRG i Fh K60, €47 X 18] 5 Pikm
L. THEEE ANSEIG o, HPurE 2 i R A4 fis
NBS-LRR ] Pikp-1 1 Pikp-2 F Kl 3 5 #54] . ik
sar P R L AT A — AN R ) Rk, AR A
DRSS 5 T B K AT AT — AN N B b Pt AN R
L Y FEEI R, XA 4
il Pikm 0 1% 1) P9 > 5= 845 47 I [F) Y8, Pikp-1 F1
Pikp-2 2 [A 8 A AR B,

[ERE Y15 L L AE Pik Pil F1 Pike 1) 58 [ HH 3
Pik {776 T 7K %% /i #f Kusabue, H % > 4% i5 NBS-
LRR ] Pik-1 1 Pik-2 [7) 5 #2410 . Pil 7545 T &
Fi CIOILAC, Hi %% i NBS-LRR [fJ Pil-5C Fl Pil-
6C A 2 4 B Pike 1745 F 7K R b Fh ik L 143,
1 4 i3 NBS-LRR (] Pike-1 1 Pike-2 — [&] 45 1] BY,
FPA oy BTt B, 1 2 5 PR ET 23 Sl 5 4% 1] Pikm $1
PR AN R A8 HL s BETRIIR, i 42 ol (R — B itk )
PN 2 R 2 [R) A R

Pik. Pikm. Pik-p. Pil I Pike [f] 50 [% 3 W],
X B TR S 1 R DR SR R B SR SRR . TR L
AR B B v RS2 B AN A AH R NBS-LRR 3%

P RESUR S 7
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[F) 42 i 1, 3 AE AR BT 2k DR B 9 7 b I AN L.
M7 3% J LA 255 (R 1 o [ R F 58 NBS-LRR 25 [ U
H5r T HLER AL T 4R .

2.2 PiSFNPiath B E FEH]

Pi5 [ T 7 B %% i3 CC-NBS-LRR (coiled-coil
NBS-LRR) [f] Pi5-1 Al Pi5-2 JL[E%H]. Rk, X
ANFEREEMIBONML, AL EAT, I B A MR
FRILu 7 BT

Pia ) %7 1% i %% i CC-NBS-LRR (] SasRGA4
14w A% NBS-LRR [f] SasRGAS 3L [7] 4% #1. SasRGAS
WA CC 2458, H CuiA —BJPH 5 EERHAKE
FAL Y, BE R W, SasRGA4 F SasRGAS 3%
[7i) R 3l R 0 e RO 5~ (RO 7 R H ) AvrPia
SR KREABIEUR R, M= A i B,

2.3 Pi2FPiz-t2ENEE, Pi9RPi2FPiz-th%E &
[E)RE E (paralog)

Pi2. Pi9 Fl Piz-t #i 52 € EE 6 Jetafh b [m]—
P B PURZER . %07 U B 2 AN gAY NBS-LRR 2
P 5 DR 2 R P DR 7, AS R AR i b 5 1)
R HA AR, WgERA Pi2/9 6. Hr,
Pi2 F1 Piz-t HOYSEALEEDN, #f0/& th B DA% 1) Nbs4
Pl B, i Pi9 fE LR ) Nbs2 $54i], S Pi2
M Piz-t 11155 Z [FIPR LR 0, 3% 3 AN (1 i
HELE), HASEAMFE . XA A R R A [R]
AAFFEE RN, AT PUm SR LT A1
HAH S ©Y,

2.4 Pid3F0Pi25t 2 E R R E

Pid3 7 T55 6 Yetiufk I, 4ifih NBS-LRR & [,
HREEMZE, EERZHER MY, ZEREE
To X FAR, i R R PR AR AT 48 1k . T AERLAG
AR FE i — e AA JEP AL BF AR R R, iR
AT LSS RERH R, AR s

Pi25 & WA 2 T R AR 1 Pid3 S5 AT LR o AT
A Pid3 ML, HgmEX ARG — M ERAR, H
R gmis (1 SRRk 5
2.5 Pi37. Pi64FnPishiiiTE—NEEK

Pi37 KU T K AG i Bh StNo.1, AL T35 1 4ufh
b —NEEREFER. ZEEELAS 4N RD
NBS-LRR [ K, H A28 3 ANk Pi37. ik
SRR A TSR, Pi37 e 5 PR g A P 0 £
ZHAET NBS X [ 2 A E B R AR F AL 7 TG T
SRR WA R I, 3K 4 AN FER 2 (8] 4775 2 )
9\%/% [64]o

Pish &8 i B2 P05 avrPish W RS 6% B Pk,

X H AN Tos17 FEAZAARBEAT I 108 7€ AL K (1) Pish
A Pi37 Ap T [ — AR, Pish 2 H 2 4 D4
fi NBS-LRR [f15% 51 7,

Pi64 KV SR 2E B4 Pi64 5 Pish Fl Pi37
T E—AEREE, AdEEESF, XA
H2 A Pi6d & H A1) NBS-2, 5 Pish 8¢ Pi37
FEDR B 058 2 AN 2 AR, Hogw b e )
T CC-NBS-LRR 2 7,

2.6 HibZmIENBS-LRRAVITFEER EMEE

Pbl. Pib. Pit. Pita. Pi36. Pi54 1 Pi63 .
ANFEHHLBE 0 PURE R » Pib J& 5 — M9 T B A BT
FEE 5 2 L H, 4hd NBS-LRR & 1 . Pita 12
B —AMRIE B AT DL HO6 LY I B 2 R AR B A
SR IPT E R IR, LR S B R g = ) (U /E LRR
X &H A BERR A 7. A, Pita 5 EH 1
LRR 25 f 3 b FE 22 AR KR R S s iR A
Ji ", Pi36 Sk Y T K R & Rl Kasalath, 4 i CC-
NBS-LRR. Pi36 5 H Bk 24 R 2 [a] ) 22 40 /&
H LRR [X [ — Kb 2k R ik A8 S 3 e 1) % it ok
PET SR K59, 4%AY CC-NBS-LRR, H: & [& 11 3L [
Z i) BARTEGmbS X AP R 22 5, (R W BE R JE 3
TEA B RN R E B e R &
Pi54 YR T KT 5 BRI %, 4 9 NBS-LRR™,
Pi54 e R RE A Al G Pikh B9 FR, {H 2 R
R R I Pik FEAAER —A B, JERIEAT T4
FrAgsE UM PhT SR ETRIFG Modan,  ghg— A~k
B A ) CC-NBS-LRR. %45 7= ¥ 7% 7 NBS-LRR
{57 1R P-loop 45#4, £ CC Z5fyi s mim N 7 — B
A R A R KB . [N, PbI BTTER)
Jetifk X BRAF7E 2, L A — A P52
1M PS5 s =Pytt Pl (N2 — M2, I HAME
TR UL AT LAPUR . T g ARk B R i R
Pb1 F ik 5 ) 208 2 H s o P g I v 3 AR A
) LA 7. Pi63 SRYET /KRS P Kahei, 4w
CC-NBS-LRR & P,

2.7 Pi-d24RFEB- B E & F YR

Pi-d2 KIFT /KRG A LS, Ynfl B- BREE R
RS, Pi-d2 5HFEMERAL, wmiEAMNA
—AEEERE R, TS RX S A, B
BatE Pi-d2 B AR T -, Hohag Bz
SR IEAEE T,

2.8 pi2IR—— N ERmENRMEEERER

A A O 5e B BB RIE R B AN R, pi2] fEHE
— R SE R, A HPTE AR R, A
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HE—ERIN . SRR, pi2] FRE YR
BEWEARMERD, HREE SRR ML
FFAEBR R . BFFUR I, IR PRI AT DLAE bR F X A )
W73 0 s 7 T BELE U A, pi2 1 5 I R
OSEPRIERE, Rt ] DUE I ALK IT s

BARTOR, BawENPIRER EBEERNE 2
NHERFR R, — A A2 H 2 4~ NBS-LRR
BEHIN s ZRIRZHURE R ARSI R 8E T
Al —ANEER g, USSR s, AR
T T AT R IR R A T VR IR NS R R R
P, FHE R PRI R SR T Ee AL . PRk,
NATE 2 W 55 R R 4R 2 TV 2 BT PR S
ﬁ—L % [75-77] i

3 MEMKREENEE

FEXT T oK RGBT B R A BURS IR R A 7L, H
HOE WA RKIPUAE fUm . SURG A EE 2 BB 4 1 =
ROEER, HR2HAWE Y, 2wl 7 —Ahuk
TSR SO R ERCGE N, e IR 7 2 Mgl sk
I R

Sk BUMAG A HH 2RS0T 9 (rice stripe virus,
RSV) 5l — Rk FEW F, 185 LUK CECR B
e, %W B A AW B A I RNA i 5. H AT e
— O B 1 3 P FE R STV SRR T /K F b Fh
Kasalath, fidfiitE %0 OsSOT1, W LML /K
R A ks A (R K R, T S 7 % RSV B il 45 5 9
fdmd e U, HEE R AS R AL KA BR 1L .

4 %99 2 HH BB B B AR A2 A8 Bl (Xanthomonas
oryzae pv. oryzicola, Xoc), WA H 5| LI
S 2% B 5 1 R R ) B S AT B, T DL
A TALE AEH T/KAE40M. BT, @3&APidn s
FAPURERE YK, A, C8f 2 NEL
FERITER T B L. B — N8 AL 1) 32 R4 2% 0 B A
et blsl, RIFET T VHR S @B AR, CEMT
856 Yetttk U Mg 5B — AN SR PUAN S0 3 R R 2
Xol, V5T 3 E/KFENFr Carolina Gold Select,
ENL T KBS 4 Jettfk b Xol i1k S TALE A 5%,
HARME Xol HifA e TALE & A ) RVD, i
EE RIS E, &b 3.5 ANEE R LUETE
PAAE L Xol RAUA S Xm0 i it dEfe
SRR ) E AR T BB . Xol BISTMERNER At
Bs4 /- PR IR R ARAL, &R AT LLIR 7 TALE
(i AL A g B,

4 EEXSIHRRERETURE SRR

P AH Ik PR T 1] B A [l A B R S RN
B 0 A 5 S BT R 48 () L K ST Bl 2 R 2 A
W RIPUE KPR, W i i R IR B
P RIA T R PURA SRR . BERE, CiRiE
PR R E MR 2, Ad, A2 ER
BT E—FEES 5 R ARG, T2
il WL
41 GH3REHPREKRESEEMER

AR R HERHEYIBER, bV -3- £ (indole-
3-acetic acid, [AA) EAEKZ—MEZER A 2R,
SRR 2 T T I, AR 2 M A5 iR A A T LA PR AR
TAA, TAA W REFEAEYD - 3 J T BAE G A2 oy J =
Bt B, Y GH3 FE DR SR B 5 4 5 5 Tk
LR R % & BT AR Y L 11 2K GH3
HAMN TR IAA SZIEMAHE, M IAA KiE.
R IL K OsGH3-2 8% OsGH3-8 J&, KFEEN
WEAERKRNSE TR, (HEX AR 401505
FRGIEDR P2 A8 T e ik ™ ™, B 3R IA OsGH3.1 )&
A UK R PURE IR B
4.2 WRKYE¥FHEFiHRmEER

WRKY 25 A —RKERH 7, 723
HEMEMARLRE. S25KE5HRERLIERN
WRKY BEA IE KRBT RS, WA iRk
PR Y A, XBEAFEERS SN £
Tl JiR B PRI 75 0 S . o B i R IA /KRG WRKY13 BE[A],
A DL v KR S 1 e AR O RN 40 2% 90 1 B
WRKY45 1t 7K F& A P4 Fh 55 A7 & K] WRKY45-1 F
WRKY45-2., i B % ik WRKY45-1 ] cDNA 5§ ¥
WRKY45-2 #1] LA 3 /KRG 11 A 1 (oo P21
ifi WRKY45-1 P94 F &4 72 2E /)N RNA TE-siR815
(IR, RIS WRKY45-1 KK 4H DNA iE K&
;=4 TE-siR815,  Ja 3 s /K Fadu sk, MG e &
F1k WRKY45-1 5[5 2 DNA 7Kg &5 7. 545,
BB 18 WRKY45-1 [¥] cDNA 8% % WRKY45-2 i& 1]
DA 588 7K e e e 95 AN 4l 26 o P Ak,
WRKY45 & H AT LLS Pol HAE, MR/ HFE AR,
25 Pbl A S WHTRRER RN P fEKRE PR E
FI5 WRKY30 J5, v DA oK AR & = AR AR A O
FEIR 2%, M T 388 5t ) R i s A SO s e it B

WRKY62 74Pt A Ak 3 85 F Xa2l £
SHPPE ™. MR FLIL WRKY2S8 5% WRKY76 ]
IR X RG0S BRI P 23 i P WRK Y42 .47
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R 2 0 R 3 (P, L R A AR R B R A
TP F AR BURGIEI o 16K R TR [ N
WRKY45-2 3% WRKY13 ik, 1fii WRKY13 ] #i
WRKY42 3Rk, B XA, K F
Pk P
43 KIZFEEFNARFIRESHSEEPHRR

LRI+ NPRI &K RN T B R GRS Pk
W AN E IR, e AR KRS R R 2
NHI., #8&RIiE NHI, HEREOE KA 55 66 58,
A DA Rkt A A i P

OsPAD4 Z 5 /K G R/ G hitE . H5MM
TEANE],  OsPAD4 o5 B 548 SN & MO FTIR
A KR 1
4.4 2 ZRENERHEE(mitogen-activated protein
kinase, MAPK){5 S B HIRK 52

W CAEKFEF Y T 21 MAPK #7K
T - % JR B 1 B AF. MPK6 #&2& — > Ih Bt 5 244 1)
MAPK . 7E 575 MPK6 [F/KFEH, B BB r=E,
XS R A SRR U . T mpk6 AR PRKAE
B RGP, BTl MPK6 7E /KRS 5 F A
s S e B W E g M. KA MPKS/OsMPKS
BT ARG R B, B ThRE 2 E
AR IS £ B e I 4% PO, KA OsMIPK2 1E
WP A R B U SAk, KRR IE A —
A4y OsMPK6( A [F] T 1 i& MPK6) H) MAPK, ]
DL i B R AL 0 WRK Y45, M2 5K REHiR
}i@ [105] B

K 11 22 2 Ji 3 Ao 1 DA i U B (MAAPK
kinase kinase, MAPKKK) #£ X 5 ik 70 /N ik 7
R, EIRR 2 5L R 2R 0A 52 2000 R AR 4 15
m U H T R — A MAPKKK %R iEsL 2 5
W ¥ K B8 LW M. OsEDRI/MPKKKI 72 $l /4 5%
EDRI £ /K F& i [R5 55 X . OsEDR1/MPKKK1 %%
AR AR MR B R TE UBOREE,  FEXT A
TRPE AU, A8 IR A X R £ 5 n sk 0T

5 REgS5RE

220 b, HEWTUR, A2 K REDUR
AT T ERBEL,  JCHEAE KRG A MG AU
TR TR, — KAt I RO S R4 A A T
I X PR R G AL B T, AT KA
iR E A Cer TR AR R, REIX
WIRFIERAR, AATCZ M AKFERN BT B IR A2 3
BT AU B o I 2 IR 2 i B BRI A R A

Ay NTRAEDT TR G B 7B A 2k A
MERE PR, KRNI nam
MR fE KRS DU SR, I BEAE /KRB HTIE 2R A
FE R .

T A2 [ KR A o KT e 1 e 22—
o s P B R R, T H RTRAT KB I 1 it A
REAWRN T, AOERBEDTRALHE, B2
WA, NERRGIE. Mo O g, M
S 5 < M B AL T vk U TR,
W AT L Pl ae S R e 37 P D ]
Mt TR o B R A 2P R IR A O
SEDR AT ST AT, ARG RETS A0 B A A 32
BERE PR TR W PR A R
LR R e iR S 5O, AR A E L
B 2 R PUNE L DR R KRBT b A RET R R
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