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Dangl 5246 /NB9FT Greenberg 5246 /N2 101315 4k,
2P R LK H 2 (ethyl methane sulfonate, EMS)
8 % DNA(transfer DNA, T-DNA)fi A% 7ERE R
PO R It 75 A SRS 0] 4 BT T 4% RS AR A
PUii R Ft(lesions simulating disease resistance response,
Isd) 7 PR RN NIE A MIFE T (accelerated cell death, acd)
RALKHR R T S IR R RALAR . BREK SRR
FA, HETE KRG R IUARNE K e R T iR RA
&, f4E B AR TE RN L% A8 FI3R 5 (sekiguchi lethal,
SHRAZAANAIS) - Cheng “FUOHI T 4 42U H ©Co y
ST A L Imi RAZARFN Ird RARRS . WA
RURAAMIEIRAT YA L B0 [ P2 Yo I, 40 B3R
FEAILAE F A B AL 7 M- R SRR o U & K/
MIRZERE . H ATTE K3 R ™ £ 1 23 A~ BT Re
ARAG RS AR R AT R 4K 2 B I8 T ah B R
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MNATTRY AR FE IR () 43 - € AL 55 v FEIEAT T VR A\ B
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FERBAT TR B SFREM, 25 F A DA
1R CAPS FRic X 7K FE A AR 58 AR A v (1) Imi BE )
ITTHIS SR 0 FENM . ¥ e g KR
Imi JERNL T 7K AE 5 8 eIt R B A 22 it afr s adt
FEEB ST R B Imi FERAL T B4 SSR #rid RM331
L RMS547 Z 0], 84EEE #4514 3.2 <M 1 1.2 cM
s Al 52 AL WK Imi 2[R €47 F 2 CAPS #rid C4135-8

F1 EYMEFTRETENFTESRE

i) AL ik KA ERPYN

AR EMS acdl, 6 [10,11]
EMS 1 T-DNA FR%i% acd? [12]
A ] 5 e v acdll [13]
T-DNA hr%i% Isd2 [8,9]
EMS Isdl, 3, 4,5 [8,9]
EMS Isd7 [20]
EMS cpr5 [21}
EMS modl [22]
T-DNA Fr%8i% cpnl [23]
EMS hrll [24]
EMS atrd [25]
EMS redl [26]
T-DNA bR 1% lin2 [27]
EMS agd2 [28]
LR T & dlll [29]

EX RAL T Mu bRk les22 [30]
LN rpl [31]
AL T Mu bRk lIs1 [7]

K& EMS mlo [18]

K H BN §/75 sl [14]
OCo vy 44k sl [15]
EMS spl [32]
MNU cdr [33]
OCoy £k - [34]
0Co y &k Imi [16]
0Co y Hf £k Ird [17]
EMS Imm Jia, M NE R

EMS: ethyl methane sulfonate(Z.3& F fi##%); T-DNA: transfer DNA(¥ % DNA); MNU: N-methyl-N-nitrosourea( ! 5 W.A5H:AR); acd:
accelerated cell death(JIEAMIBET™); Isd: lesions simulating disease resistance response(AFU$THN K N ERFE); cpr: constitutive expresser of
PR genes(Bhi 3K 4 it &iX); mod: mosaic death(#k &%ET7); hrl: hypersensitive response-like lesion(EABUL B [ N SE); arr: altered
tryptophan regulation( ("% B2 1 (4%); rcd: radical-induced cell death( [ f13£% & 4 HIFET); lin: lesion initiation(J SLiEHR); agd: aberrant
growth and death(4: K% 53ET0); dil: disease-like lesion(FEIHAEIRIE); lis: lethal leaf spot(BUFLHENBE); cdr: cell death and resistance(#f

MFET- 5 Hi1E); Imi: lesion mimic initiation(¥E5 3 FERELE) -
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A C4135-9 R 0.08 cM X L, A#t—FHR
BEWT AT FIRSZAIFERLCS, Zeng 209K F] RFLP 47
XK FESIR AR AT spll 1 HRBEAT TR E
fr, SRR ZERMFE 12 264 LE, 5B
RFLP ¥ric R1709 5 1F5 f38t4% ¥ 2543 3124 0.044 cM
#10.088 cM.
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Induction and Mutation Mechanism of Plant Lesion Mimic Mutants

Zhong-Hua Wang*
(Institute of Biotechnology, Zhejiang Wanli University, Ningbo 315100, China )

Abstract Plant lesion mimic mutants develop spontaneous lesions that resemble disease symptoms in the
absence of pathogen and stress attack. The mutated genes of the lesion mimic mutation have been shown to involve
in programmed cell death, which leads to enhanced disease resistance to multiple pathogens. Therefore, the research
on plant lesion mimic mutants plays an important role in revealing the mechanisms of disease resistance response
and enhancing the resistance spectrum of plant. The paper briefly reviewed the induction of lesion mimic mutants in
plants, molecular mapping and cloning of mutated genes and the mechanism of lesion phenotype formation, which
can provide the interest information for the research on the mechanisms of programmed cell death and plant disease
resistance.

Key words plant; lesion mimic mutants; molecular mapping and cloning; mutation mechanism
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SFEYFEMITIE AP
(RRELRFALR)BRA T D)

BIRE: ENA¥EREFTRE, BRSTEDFIEVEEARNR.

BIerm: BN, BHEXK.

BIAE: 5 FEYFREARSLIH AR KRB 77 5w O8] 84 M R R R (S PR UH A S b
BFEE) .

F—ES: S TFEVFRMITIERAR

(1) PCREARFEH KN, ¥ BERSHE. 51t HBRELHMPCR RMNE; (2) HMRHEEERK
HUkEAR; (3) DNA F B I4ifbalie; (4) SRR ER (B AR . 348 R IRLf2lith . %58); (5) DNA
B E(DNA FBSEEIER. Hi); (6) E4EMNEE.

FTERS: RNA BIHEX3EIE K DNA RY$REL

(1) A RNA $2HU(AH . BERE. 4128, M¥K); (2) RT- PCR RV (3) ZEK4H DNA fHEHL

F=EHy: KAEEPCRFEAK

(1) RN EEPCR K. JRE, 51¥&t, KRBT, RNERMM.

EMES: BEAKRRRRMHEXFEL(Western blotting)

(1) ZHRNIEER Bk AR; (2) Western blotting L% : JREE, FHIECEATFEMTI 0 3. FE.
. Pk, B6).

Bl e RARAEHE (AR FRA 54 F A L5 =

A bk Jb R X U S 35 S bR 4 )2 fE%w: 100083
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