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Abstract: Many rice spotted-leaf mutants are ideal sources for understanding the mechanisms involved in blast resistance, bac-
terial blight resistance and programmed cell death in plants. The genetic controls of 49 spotted-leaf mutants in rice have been
characterized and a few couple of spl/Spl genes have been isolated as well. This article reviews on the origin, genetic modes.
isolation and characterization of spotted-leaf genes responsible for their phenotypes, and their resistance responses to main rice
diseases.

Key words: rice; spotted-leaf; mutagenesis; disease resistance; programmed cell death
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B E. R BUKREE S 5L AR W S REEDW TPE A 5L 1k LSO ) e P 0 MO S T AL B Ay AL R, 2 )
T A9 G KRG BE A 0 98 28 AR a8 A A3 O BT S R A3 B T T B A S IR L SRR I e G A Ok TR L 38 A A B R E A
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AL 7 S R K R AR R Bl Ll S AR 5K Leaf spotu [ FR 0) . BIVEE 40 G, BE AR 58 AR 1A R AR
%E#;zi F 5 PR AT WSS AT DL AR . KRS B PRI ) i 44 30 2 LU TR WL » 7 2 2 1) 28 722 A A B TR 44
Df(spottedfleaf)}%ﬂ:["]ﬁﬁﬁ‘[m MM RIESZSR . & RS RE A 5 — ok R i, 78R 56

S S I R b A 8 TR R R /NS ] B R A S VBTSSR L T L IE Wl ML 55— 4% Bk R A 7E —
F_ﬁ LIS IR TP BT R 23 1 BUAE M B CRCRE R AR 58 i,

E0T,

OB A K A SR I g B K RBERUIT SR ORI
I 5 o A 50 40 26 0 b LB ) R T s,
B, REEE LT 5 T0 80K R #1740 7= A4 19 0% WA, 1923 4F Emerson 318 T — 4 E K BE A
BEAAL . H T BEAA B 2 o048 6, BT KR - (blotched) % 725 4 , 33 ] AE J& & 19 4 B BE o5 - 28

JERBE FH RIS o 1T 2 2% 3 SUPR Z Ry 2 748 5 280 A K S BT 5T EI"JTE’LLO 1965 4F [ 42 % Sekiguchi
BE (lesion mimic, lesion simulating disease)[23], BT A A [ 9K 575 i KRR BE A 5 L S ok
Y FA7 S AR PRI 7 b R B A5 T R Al R B 11 AR B FR R sekiguchi lesion (s2) 8454, f 1 > Fatk 3
A il an ) L BE S AR Al B AR — e sE T . 5

Jir TR 5 | RS P 7K A o B 25 5 A K L i [ B K AR et A% WA B HE. 2009-08.24, (EEHRICE 8. 200010-25.

2132 (Rice Genetics Cooperative) 75 1Y 24 B 3 BEATUE . KR 2% 5 50 1022 [ L ( ZZKT200801) 5
R AT A St T A O B S A T SN D Wi B AR 4 VBT H (R307131,Y3080522)

A o [v) e i 2 TR 1) iy 44— #’ﬁgﬁﬁﬁﬂﬁﬂeﬁﬁi E—EEEN . HAI984—), 4. WLTI A Bk (1985—)
5L 24 FRATS SR B A% B8 0 (9 a4 BE 0 (brown 4, @i 1@ 5k




TR A KRR B AR S I 5 O

PRI TR L) i K e e AT 40 e 11 56 B R B g
DR 2 2 19 B & 30 A R o BE I 2R 3 1 e Al L 8 E Y
P R A N 26 K 2 B A AR T i g B A A
B A2 7 A 78 7 AR L0 R S AR B 2
TEFE BN FE v VF 22 1 U A TR A0 B 1 4% AL 1R )™ 2R
BERAEARLT

B 2009 4, Hbr EOA 10 /RAEZE B RF

R1 KBHERAMREGNBEEESX S IHEESE

Table 1. Genetic models and characters of spotted-leaf mutants in rice.
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AT FE B 308 1o B A A W35 A8 95 AR A 3 20 JT fy
IKAESEAR M ELEL H AR B AR A8 11 SRR S il O
SRR R IR 28] R 2B R T DL g f 4k
Forb g, KA BE g SRR L 32 A [ B KR 35
i h o T W AC 3 A9 BE R RABR AT 17 A Cspll
~spll1 bl ~bl6) ALFEIX 17 {5 AL RAE N L 5t %
BB R R MBI RAARIA 49 Gk D

ek BERY BEAZEAY

OB B A 0 G 5% 3k
Chromosome  Genetic Lesion
Mutant Wild type Mutagen! Characterization’ Reference
location mode?’ type®
spll Asahi Spontaneous 12 SR P B Propagation  F§98E 7 Pr kS 3% ER to blast (4, 9-10]
spl2 Katsumonbyo Spontaneous 2 SR FE 95 Ptk o224k Unchanged R to blast [10-11]
spl3 Norin 8§ y-ray 3 SR TR P M G 78 4k 58 I Unchanged/ reduced R to blast [10-11]
spld Norin 8§ y-ray 6 SR FE IR PPk 6 8 % 78 1k Unchanged R to blast [10-11]
spls Norin 8§ Y-ray 7 SR WA ER to blast and BB [10-11]
spl6 Kinmaze MNU 1 SR T IR 0Pk JC A% Ak 8 I Unchanged/reduced R to blast [10-11]
spl7 Norin 8 vray 5 SR R S TR s UM AS 78 R A1 [10. 12]
Heat stress transcription factor; Unchanged/reduced R to blast

spl8 Kinmaze MNU 5 SR A F1 Unknown [10-11]
spl9 Norin 8 y-ray 7 SR TR DM B 58 ER to blast [10-11]
spllo 1R24 MNU 10 SR %1 Unknown [10]
splll IR68 EMS 12 SR U-box/Armadillo repeat protein, {4/ # ER to blast and BB [11, 13-16]
Spl12 Hinohikari MNU SD MHLI3E ER to blast and BB [17]
Spl13 Hinohikari MNU SD WA ER to blast and BB [17]
spll4 Taichung 65 MNU SR LI 5R ER to blast and BB [17]
Splls Koshihikari MNU SD LI 5E ER to blast and BB [17]
spll6 IR64 DEB SR P BRI Propagation R %1 Unknown [1]
spll7 IR64 DEB SR P HR Propagation X438 ER to blast and BB [1]
Spli8 Nipponbare T-DNA SD AL 4H R Initiation ok 25 766 B2 il , AL IS 98 acyltransferase, ER to blast and BB [18]
spll9 IR64 DEB SR "B Propagation [ M AS R IERS TR ER 10 BB 1]
$pi20 R64 FN SR RIGH Initiation  ESMRHLMERIE ER to blast 1]
spl2l IR64 DEB SR X PXO99 HHitEiE a8 ER to PXO99 [1]
spl22 IR64 DEB SR #d 44 %) Initiation X PXO86 i1 PXOS87 ({4 3 5% ER to PXO86/87 [1]
spl23 IR64 DEB SR % PXO86 il PXOS87 ({4 3 5% ER to PXO86/87 [1]
Spizd IR64 DEB SD 47 Initiation % PXO86.PXO87 il PXO99 fyH{: H#1E4% ER to PXO86/87/99 BY
spl2s IR64 DEB SR X PXO86.,PXO87 Fi1 PXO99 iy Hi #1438 ER to PXO86/87/99 [1]
Spl26 1R64 DEB SD 4l 48t HL WAL HE B ER to blast and BB [1]
Spi27 R64 DEB SD 4 s HL %f PXO86 .PXOS7 il PXO99 [ 414 /53 ER to PXO86/87/99 1]
spl28 Hwacheongbye MNU 1 SR Zifih APIMI1, 3U4¢ 54 38 Encodes APIM1, ER to blast and BB [19]
bll Norin 8 Spontaneous 2 SR LI 5E ER to blast and BB [10]
bi2 Norin 8§ Spontaneous 6 SR L5 ER to blast and BB [10]
bl3 Norin 8 Spontaneous 6 SR FPL 58 ER to blast and BB [10]
b4 Norin 8 zp 3 SR KPL I 5E ER to blast and BB [10]
bl5 Norin 8 32P/X-ray SR KPL G5 ER to blast and BB [10]
bl6 Norin 8§ 2P SR A IG5 ER to blast and BB [10]
cdrl Kinmaze MNU SR A A Initiation TR PUrE 58 ER to blast [20-21]
cdr? Kinmaze MNU SR A A Initiation FE9E 0 U158 ER to blast [20]
Cdr3 Kinmaze MNU SD 4l £y 5t HL FIRRPLPERE 3R ER to blast [20]
ebr3 CO39 FN SR WAL HE B ER to blast and BB [22]
nerl CO39 FN SR HLiEJAE 4L Unchanged R [22]
M1009 Norin 8§ y-ray SR AR Initiation o 9595 A R BE R BT PE RS 3R ER to blast and BS [23]
Ird32 Zhonghua 11 y-ray DR F A Unknown [24]
Ird39 Zhonghua 11 y-ray SR A1 Unknown [24]
1rd40 Zhonghua 11 y-ray SR MR PP B 9 ER to BB [24-25]
lrdd2 Zhonghua 11 y-ray SR A1 Unknown [24]
blm Hwacheong MNU SR S 46 Y Initiation I % B RE R R Broad-spectrum R to blast [26]
Imi 3037 y-ray 8 SR 477 Initiation A F1 Unknown [27]
Imml Katy EMS SR Y1 Propagation 595 1 0K 6 BT ME RS 38 ER to blast and SB [28-29]
Oslsdl Nipponbare cDNA SR PEFREE D L PUREE SR Zinc-finger protein, ER to blast [30]
ttml Nipponbare Tos17 5 SR 1B AR 1 K L AT G [31]

Cytoplasmic protein kinase, ER to blast and BB

DEMS— Z SR ; MNU—N-H 3L il 361k ; DEB— SR 4A T i EN—HerpF, 2 SR— ¥ e SD—HEH; DR—WEM, VIFL %R
75 A B B 2R R T 2 O R L S, XUHT B L A R R AN A A P S 0 5 PR RGO L 98 & X 1A TR BR 5N RD G B B8R 5 PXOS6

PXO87 Fil PXO99 45 JE M4 5 A M- A5 9% @ /P PXO86 ,PXO87 Fil PXO99,

DEMS, Ethyl methanesulfonate; MNU, Methyl nitrosourea; DEB,

Diepoxybutane; FN, Fast neutron. 2> SR, Single recessive; SD, Sin-

gle dominant; DR, Double recessive. ¥ HL., Homozygous lethal; The lesion types of many mutants were not determined by the authors. R,

Resistance; ER, Enhanced resistance; BB, Bacterial blight; SB, Sheath blight; BS, Brown spot; PXO86, PX087 and PX099 are races of

Xanthomonas oryzae pv. oryzae.
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2 KR BRE A SR A Y — B TR

TR BE A5 5 AR AR 1) BLRRAE S 0 B sk
HB A [R) B0 L R /IN O AR B0 . 3R T 2 LA
18 €0, Jic UL 8 JK AT UL 2048 4 (I Spl26) (548 4
U spll6) A # €0 (40 spll) FE o (A spizo) ],
B e 1) SCAE I PR R S A PRI AN (] 2 3
IR A —E 22 5 . BES IR ARG B BE M 3 5
RIEFLIBE . BE A KN ZE AR K NEFR KRN
2~10 mm EH RPYFELGHEE A A, BA R 2R
2K FIRBE RS R I AE 0 i L T HIL AR A A
TARAB G AT 0 50 N 7AW, 5K —
FE B S S e LA AR ) b GRS I ROk R
ML SO W IZ fFAEL2 9230 A5 BB BE 5 HLA A X R
JE Y43 AT LR RIS A 24 B R O R b
(initiation) BE &5 . il 40 blm F1 M1009L23- 261 Jiij 55
— e BE SRR DL S AR PR B A A B
AL, FL Z AL FE Y A 2R U A AR Z T
I ( propagation) B¢ JZ 15k % (feedback) B 5, 4] 41
spll F b 104 287290 0 2 | LR 43 b 62 B B0 Fi
PR PS S K R oA AL ) o A A U R A R R
P MU AL T (programmed cell death, PCD) W Ff &
FRlet) AR 22 g BE sk I 28 A8 R S PR Ry 289 BiE 5%
254K (lesion mimic mutant) , K g A 47 2 [8] #4458 1E
JE T R B 4 B IR B L 3 b R BT B 5 AR ) o T
J2 i Chypersensitive response, HR) & Ji% 19 %5 B JF
AL

BE S5 R A W R AEAS R ) R AR R R A, £
G AR B s tE BLAE & 1 LB DR R S g 2~3
Ji e spll-4 Fispl9) . ASH =0 ik EMS i 742
IR64 FAT A — 7K A Bl i 5 A8 fk HMA2 (1) B 5
RS L R AR S 1R 1 M b XA s
0 TR 5 PF: B AR R R A A i R B B — R CR R R
Bl o M spl6 Fspl? BYBE R IAEREF G 3 A
A A7 S i 2 AR A BB

A 5 7T A I BRE A 32 IR BE RO R S PR TR
FR 52 e ) G o K R SR AR AR s pd7 Y BE T R iR R K
FHOG T 2R3k .1 Oslsdl FEARMR A H B4 T %
k. X R B G AE K AR R H AR P b iR A 2
L2 2324, 27 85571 BAT S BE S L S 500 IR
PR R AR AR L T e 5 A 6 A 1 DL R T
B K,

B 77 A B LA AN L 1 22 9878 O 1 T At A
SR B S S R B EE A R A

i E K RGBS (Chin ] Rice Sci) 45 24 4545 2 W (2010 4E 3 )

IKFEGEARNE stiedrl Rl spls $ R B AAERRL 1L 200
spI3 Ml spld FAFAE 7= FRELY 55pl19 R AR
7 LA R 2 SRR AR o FRATT WL 4 B K B R
M-S AE A HMA2 B3R IUEFT LASD 38 Bl A 1 A1
FIoBE S E R B OR R R B . IEAh . A7 28 BE A
M98 AR S BOSE . 58 A8 IR TG i e R A A A A
HLes) s IR AT B g R R Al BOPE Y L KRR 1 A
PR AFL o AT L BE i SRR T 2 L LT R
P A R B G MISE T 5 T A AR B A A R

3 KRR B A I AL A5 3 BB B

JEAE T A 0 B A5 58 A8 IR R g B IR K BE
(necrotic lesion) , {H H i A — 8 58 A5 1A 5 78 TG AT: o]
HFLPR T AR R 57 Az 2R A0 i T {5 e I ) o B
BB CHR)  Jay #8 T8 BUIR FEBE » B T 3 1) 288 i B4F 5 7%
. 5 HR AHRL, 2805 4 19 40 i SR 3L, 7] )@ 7 7
PR AE T L 1 R T M Al i 58 T (PCD) 7E A 9 A
KRB AR R ke B AR A RO S B
AR A B 27 2 %F PCD HLEEAF 78 F1 A 501 1 B AR
Mk Z—,

)55 05 i R A A R R K 3 TR R L B
= e % 3 R B A S R D T 1Y) O R 2 TR L T
PEAR R 3k, 2F £ 4 HR HgBE; 24 27 5 8 8 25 f
P S T I B A AN B Rk, A RN AN R R
A L BT . X T B AR MR 5, H ok
1) 35 5 5 I TR 1) 21 AR OG . T B S I TR AF TE
I A 28 A A ) B M AT 15 31 1 5 L 3R B A 0 B R
H AR o8 BE A2 /N LA K s i T8 B0/ ) o (AR e T Je%
WL 5 (H A 2 AR R 3 B MY X — bl L R i
TR T RS 40 gy L0 17 920 oA e 2 A A g M KO-
55 0 A ARG — 3022 390 5 3R A S AR IR 1 B M I
1717 452 B A B RRAIG, B A D g Ok Ze A g AR L0) 0 H
i S B AFAE I 2805 A AR5 B A R —FE IE
f) HR.{H A5 S 58 AR PR ) HR 3 58, 5] 201 480 B % 19
cprd FRAFRAUKFE R OsLSDI % 5 P ki g 150 4104
A L AR A SRR e AR AR vk B A 9 TR AT B AT 5 & HR
o R ALy HRUZS) 30 47 Se 2 AR (R i) HR 52 31358 4
SR AR LA5T A A e 5 A AR U AN [ ) TG
B 3 R A S I 45 AS A TR D400 L b A 19 1 B R e
ML TR REAFTE Z PG S iRt .

VF 2Bk 5 00 58 748 (R R A1 B 2 B T 21 43
FE IR AR B 5 A 4 D AIR BT AN 2R ) AR R L
FEAH G B9 8 (1 PR1.PBZ1 fl PR5 45 3 ik 3 i, A
R ZE M 5% M A (momilactone A) F1 # & &



AR AT KR B AR S F T A

(sakuranetin) (& B AH YR K B2 . £ 6 R
12 s LA R — A ORI PR 46 B i S5 5 1 i
A SEPR B L FRATXE PCD B IA KD, A7 28 5l R [ 4 28
B AR TR . FEC & RN 6 AR R
i E S DR e, R SR HR YRR AR (H & AT 0 i Ji
AP 22 S AR O % R TR 7 18 B AN AR ]
Wi BK F thAEE 2 A0S HR W& 12

4 KRR BRE A I A A 11 3 A A 5

AR A bt A 1) 7K R B I 98 78 A ) S ST o TR
S (S IKE (NS A SR 7 NG EH SR G SR o v
A AN 3 P I P DR TR 0 A 0l 98 7 AR A7 B
2 A Bt L R R L 20 ) AR A B R R
(L) FE A SO e HEA T

FEZR 1 g Y 49 A~ 35t 1% 45 = WY B Y B e i
GAFUR 40 A B BR M R PR A L 1A Sy B A
S, 8 M B E. kP EHMW
sekiguchi B i1 548 7 52 1) Btk KR R 451 L 1970 4R
Kiyosawa & 3Lz IR 555 12 Je @ik b 0% F e 41
PEIER Pira % 7 0, BT A A i Bt B R0 F 58
122 gtk B sl 4. WIERX &N
spll T 100 Az 3 A B b 3k B A 58 AR R
Ird39 JBFE R R 2 2020, 3 5 o g M R R 4 1l
) 8 AN GEAR KA 3l Spll2  Spll3 . Spll5 . Splls .
Spi24 Spi26 . Spl27 1 Cdr3 . T Spll8 i F45 8
P iR o, 5 7 A EEE A BB R E (GR D

HAETBR T4 4055 9 MSE 11 B 1K R &k 3
SR AN A Yk I 1~2 R ET
GHY 49 DRABR R MEAE 49 D[R A A
R AT SENI A — — D, 33X J7 0 1 TAEA T
BB ANE INGEESE . BEAh KRR BE S A 5
WA ARG S, FEZ 1~2 AN FEE .

5 JKFEBE s I LA A v B FI D RE 20 17

I FH 2 A8 (A i DR 0 R A ol BT 67 B
2200w H LR H R R b ok 05 2 19 ik DY e B
Jrvk . MeAh 8 T-DNA L §% 8 7 Fi 55 % 14 A
WA RN B W . fEE & wkEr 6 4
TR REBE g, i J R L spl7 spld1 Fiospl28 SR T A
P, Spll8 KT T-DNA i A .OsPtil T
Tos17 4fi Ak, OsLSDI R H T [ sa bk, T
XX 6 A EE R AT A 4

TSGR A B BE S SR R spl7 2], spl7
FRAFR (KL210) &K AE fh A A bR 8 5 & ik v- S &5
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SR RARR R AL 52 R H I IR ER B Y
Wil o &Iy BB RRT I b AN 7 AR B R PR ) BE S T B
BB 55 1 R IR (35 C) MR ANE I 5 F 2k
BE AT AR IR (26 OO HOBAT A A BERL, 8%
IIHT R AR AR 2 B R B D A T 5 e
& I, 2002 4F Yamanouchi 012058 3o [ 47 53 B %
Gy ESAT B spl7 HE R N FLHY AR R AR BE ] Spl7 OOk
B Yk 5 BoR A R SL18 iZ A4 2 A0 & AL AR &
Kasalath %5 5 Je o {&) . AR B 58 AR RIUA 1
ANTREE Y 22 573X — 22 Sl AR 40 AL b — DR
B ) U (A A Ay 2 I 2 IR / B A B Oy 8 TR
F 5 53 At I Spl7 K& TR G 5 — A PG s H 1 R
[ (heat stress transcription factor protein), J& T
A4 TURE P PR B, 5 R K T 0t RO RS T 0 A
ek o ) BERIR . SEBs b A R A
JEARSY . HARSY X 2 2 AL T DNA 45 4 5 (DNA
binding domain, DBD) H1, spl7 % H: i 3 A8 3 1 137
BAIEL AT DBD A 2 A PR E A P
X E ERE R AR OEIR. R, HED R AR
A rb B 2 DG 2R ek A T B AR R B ] 1 T B L 5 B0
OB R o BT I B AR TR OR S80S A B TR 4 3R GK L (B
AN B A, S ek B RN L e i R Rk B
4T LA 58 A48 A0 v 32 k1 e B g L2

TR RE R b PORE B = RE 0
fF— K 5SS DNA HBIA K. X — 4541 5
f2F DBD o, PR, 2 e 22 IR O (5 20 R i v fE il
PR B g K P B e 2 B0 2 BN, S R A =
LSRR MEUE R T M E R T Rgl . R
) BRG] £ {68 T ) RE B A T A SR X
W BE Y SN LA K BH L A A T B ILB S A Ry i — 2P
WHoE .

52 A BRI spl 118) spll1 572 1k
SRS AP IR68 & 2, 3 F il iR (ethyl methanesul-
fonate, EMS) 548 77 A= B 55 7F $ e 43 BE U Y B, 32
TEW R RO A o ZHIR 2 R BR R SE R E  L  F
8512 Jefrfk E0315] ) 2004 4F Zeng 250160 F) I
R sl 1z B L H /Ny 2085 bp, HL4E DL, G
i —~ U-box/Armadillo EE & 4, m HEA E3
2 R GG Tz R AR R E FL s ) PCD
R EEAE AN, BT spldl R HIERA
P DU, Spal ] FEE AT RE A A st T S
Bi7 TRy i) B B st i 4 P AR . B AR B
RANRSEAIE WAL 1 A TR 22 55 7 T268 1 4b
BB T, AR CL i — B2 il
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P GEARA G A 1AL R B TC B 58 B I e it
PR R BOBE S R R A BT LA spll ] Al — A
Difigk KGR A,

5 spl7 —F, spll 1 e PR BE 50 & A AL
HOPARWERE., EY T, 52 F0H 0 E O Rk
%25 Z R RHHE 72, 0l i R R 5B Ak
AU8), Spu1 FEFE M4 B UL 2 BRI Y
Hit 5 PCD A 56, 1 H . 58 48 7R X A5 9 96 R 1 i Al
5 B HUPE A AR S o R BibE S ERE T,
111 AT e 5N I A B TR N A5 5 i AE 5 A O G 7R 4
BB T 3 A 5 A e AR P A s e B T iR AR
AREFFERC X, A EEME SPLI1 5 SPIN1 # H
AR, — U KRS A TF AL B[] R Splll J —
NHEZEIREMILHE T,

55 3 A B I KRR BE A 3L 2 OsLSDIEO
PP R R B R DL K T VR P e A, MK RS
cDNA SCE i #1532 1Y . B S8R I A9 LSDI Al
LOLIT 3 A [ 5 B 455 5 (58 % F1 85 %), OsLSDI
HEE DL 5 8 Yok I it & 143 AN E LR ik
SRS B . R LB OsLSDI e 3k )R bk 2 b
PRI R R R 8 2500 CRIRIREE A H IO 7= A8
LI IR FEBE0) B A e ik AR
il T T RB KRR . I ORI S SRt R PR A
AR T 5 P 7 /N o 1) 0 B 2R A AR L i LR
PR By TL RN AH 56 2 [ PR-1 fil PBZ1 ) mRNA
KOV B . AN S B DR Bk 4 G R
S /N FRR) OHR o B W om AR, A B E W,
OsLSDI ol 7 J& — 2R 5 W L 85 % i Rk
OsLSDI R & @040 4 Ak R BR P2 0508 ok, 3
FiEM OsLSDI REFE S EE I M4 2 b &, X Al
REfi i A AR 19 ' & 1 R e 0 3 o DT i A 1 L 43
AR A 5 =, 1 38 OsLSDI fig 42 7 M 5 s 5
PR R X 8 B 3 R BL AT th T & K B1 1]
FHSREF M MIE T, OsLSDI 2R b8 2 FH 11 48
JBE T RV RO

OsLSDI 54l JF LOL1 [MEHEE & AT 5
PR IT LSDI 7E Ty fE B a0, e T4
R E R IKZOCT S #ORE 4R & X 35 M 7 bR 0 Bt
P, PR-1 %5 7 15 1 5 PR 1Y) 3% 38 7K 7 48 - Pk g
54k AR E2S HR 9 BETE 18 22 1 - DA BO% TG 35 T bk 3%
PRy HR SER . AH R, 3R JF LOLL {3 3% 5k
A0 A0 PE T, R IE A 48 VR Y G K FE
OsLSDI fgf#F 14 i 43 b R 4 i P52 g ), g kg
SO A S LR DA KO S #E R BL i L 6 4 i

i E K RGBS (Chin ] Rice Sci) 45 24 4545 2 W (2010 4E 3 )

Fe T B R AR . R (AR T S BE AR S T RE S
P 45 H AN [6) A5G, LOLT H A W 56 Ak A 8% R 1k
fimi AH OsLSDI %A . i FUWF A 4 2 15
FEFEATR] PCD 8 45 77 20 A 6 2 — > ik, i 5L
OsLSDI Qnfal if5 & ¥R 56 B 1) ML AL A R IR AR 5T
554 A B I BE s BB OsATINS) . Fi
T-DNA i A5 72 H AW . Mori 55 73 8§ 3] — 4> A%
BE s AR IR Spll8 ., ¥ 5N 43 B W, 2% 5L I G
— KU A85 A~ 28 R ik ik 1 Ik L 5 A% 1 L % Tl
PR B A7 3 OV O S I AR IR . AR AE K
Ferep e AL B ME AR Y B AE I R R OsATI
() SR OK P ARAIR 78 5502 1) B RN I 3 v 1 3 0k R 4R
15 TAE S A i) 3R 38 KO Sy s TE R A2 b, it g
FBEASBCH B OsATIL 1Y %5 5% K SF 5k i - i B
B TR i 3L PR1 I PBZ1 f 5 5 /K -t 8 5 ot
A B A TR o R AN SR DR 3R 17 SR A 5% A R v A
FOH A FRAE R Y ReAa b s Uik o o R WYL AR AK
Xof T i i AR D P A g ) B B I R
Wk HE 5 A Wl R AR KR A 14 DL 40 A T
6 Y ik 10 NI e 8T, OsATI i 45
10 Jefafh b, FpE DL, WIFGIT Y ssi2 AR R H 1
THI- 3 TR L Ik % B2 il (ACT D A8 5158 1Y . A8 K
P SN BE L 55 K A% R RN R A R R A S 1 BTSN
A okbzssl il F ACTL 50 i R e 47 ¢, B B
JiE 7 R ARt S AR ) I BT PEAE OG . 2 T At K A
R T 7 Ttk DA 119 28 Sl 6 R J 75 0 BB A B S
DA R OsATI 3 J 5 i i B HILE H A2 02 A AR F %k
55 ANKAEBE S 3 A OsPtila &7 2007
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