SRR\ GL: BT

g gk

CUNS

Ex/MIX:  HFE/ET

fRSHIm4s . KRR

TR SFEIMERAL: B HRPA GRS 7R



T A BRI R R A KB 5N T R R AT
Spatial transcriptome analysis of Arabidopsis leaves infected by

necrotrophic pathogen Botrytis cinerea
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1. §7

|3

K% W (Botrytis cinerea)f&—Fh 43 A |12 WIAE Y HL W SR Ak, B IRBUIEE 7%
15 (necrotrophic nutritional mode). B T %5 -FHIEMAb, 1ZH B IE & B YL
i 200 AT HHAEYITE £ 9 51 K K 655 B (gray mold disease). 152 £ 1 )5
, REREICBEAEENZTAEY, MR FMAWHALTT, L6 15-40%H)
TR AL B LA PR R J RT3 25 (AbuQamar et al., 2017), #EiA AR PEK
PEAIISCIR BT RO i J85 22 DA K S5 1 58— KSR MR A998 SR A« Ei T 2K B 1 L
AP ER W ATER &S, BRI N FELN AR E 52 5] 7 Bkok 8k 2 1) AL
(Cheung et al., 2020).

TR T5 i & — 2R LAY JF 4 (necrotrophic pathogen). 5 LLiF 425 £H LN
A= 407 37 197 R A (biotrophic pathogen) M [z, 7K B B 43 WA RE WS B fR 1 R A6 &
2 i ) SR AR AN B 2R Cn B PR AR A R DU B 3R, 8 R SEAE D 4 M LU BT
TIEE AT TE EAHLUN R RIREUE 7 (Macioszek et al., 2023). 5 LRI,
KA W Y B S P EHLHEIR SLX — B AR (AbuQamar et al., 2017).

IR %5 R IR S R o B AR PR 8 22— LB s A0 AT DA DR T3 T i 2 7 A 3 4
%((ROS, reactive oxygen species), ELHHEAFaE I EA M ANFR 2 T I 3 2 e oy
WA (H202). Ho02 83 H T BEKOE 18 & (gt 4 o i st A 4,
TR G BUNN e B 91, ORI K (oxidative burst), 2 REATEN
JFAA U J5 1 — R PR B A S B2, o L) G 1) L A AR 4 . ROS 38
AR B (HR, hypersensitive response)Fl J=3 &5 40 fd 58 T LABH 1955 J5 A4 A= K BT 75 14
E IR AR ST LA K 95 JELAK 72 Bt (colonization), T HLIEAE MAE 5 43 T80 B A AH
K FH A )& (Camejo et al, 2016; Lukan and Coll, 2022).

T2 MRS R DL M AR AEKKE « M& & A
o3 55 7 THI R FE A AR OR SR T A Y o AL A 5 4 E L s A e R 7 %o Ji A
(Bt o KPR FEE IR S5 A 1) B0 38 5 75 B0 SR FT R (jasmoniic acid, JA)E 5@ 2%,
1M 7K %R (salicylic acid, SA)E = 1M % T R WUE X AW E TP [RAR I iE . SA
ATLAEPTJA B 5, RZIRR. SA WIAEYDG RAE AW E 77100 I A B 44 J= 15
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A, SA BN ROS 5l K AR K (oxidative burst), X2 filt & AH PR N
AR AR AR B SE T [ < B (Saleem et al., 2021). 1 4 HE Y18 T2 4H I 52 AR I8 R0 2 IR SE
VI R R S, IR EE S (A ROS)IIME 5 SRR MIPLIE RN, FEIA A4
Y RIS JA FOME 5 JUBBOE , e B 48— R AR s R 1~ DL BT AR 5% 19
JA BRac FE R 3 B R0k, 51 W AEL ) 5 71 2% (defensin, W1 PDF1.2) (Spoel et al., 2007;
Macioszek et al., 2023). {HRFERERIZ, KEEAE R TENEB0RE H 27 42— i
S, AEDY SA TEERHWUR R TR R 11 EHEYE & SA I IS 3 2BURE
MARAET:, IR SA-JA HIHEHIHLE], ] JA 15 58 EE DU S 28 1 HR AR L 1R 10
Sy TR, AT A B 7E B 6 (Solanum lycopersicum) ™ &% (El Oirdi et al., 2011).

SEONEIRINZ, TR JA W58 0 2% 45 43 B9 B EH R 5 7 =3 DR Vi 4 o )
FLRATRE R E JA 1 ET A “ 37 MWD JA R4 PR (abscisic acid, ABA)
FEIRIE T B MYC # s R 7 IE PRI JA 2852, DA B AN 2309 &
5| S R KOS 2 S 493 1) S s TG TA R A 3R £ )i (ethylene, ET) L [R5
H ERF #3 RF IRTE PR R ET 7030, EAEBI RS0 )54 . JA B0 ) 2%
RIS 73 3 2 A B AB BL A (Stroud et al., 2022). SA F-HA J2 N (1) 45 494 Bl T~ 5 1)
PP, T JA AR SR, FIREIRMEE R IBI T B, ARV BT
2 WA RO H S

Trp f74E FIN5| WA QI AR (X (camalexin) A F I EENHEYTER, 2
e RGP R G B o 2 — T B AR SE A% 9 JiR 1 1R B 2 (Spoel et al.,
2007). HEPISTAEAEAT AT SR AR AR FAL camalexin G BOFIRE ) 51X o AH N
(1) AR i B B 38 1) R (1) 5k 2 T 2 3 SO A 0T I BE A 5 T TR 11 B S M 14 I (Hee et
al., 2019).

Gutn o SR N 12— R4z SR, FIH ATP KRR R, It S/ MEITE
2. BB A SAZAMEZE ISR, TR Ge )i DNA 1YR] e, fEDhRg b
JR BB AR G T 4584 . INOSO J& T e it E BB 5 - i — AR, KR
PIAN S SWR FI CHR19 73 25 UHRIE P i K 2 5 1 HEYIARARAS [5] 95 [ 1A 1)
it & (Marchi-Diaz et al., 2008; Kang et al., 2022). Bi#If TAERBL, UFITT ino80
T Re i 2k FEASAAR NS K 25 DR AR G (R BBURR A T e, RER T B A2 AR AEL ) S IR K 7 B



F112 %% . INO8O #Zilk sk 2 5 KR AN FE KT 1%, {2 INO80 Z 5N %
T JEL T AR G 1 737 LRI I R T

TR G N U T R 22 i s IR 1 AR D 3R TRH5 ) Bh A8 e ik B P2 (Tsuda
and Somssich, 2015). KEFEFH /T SR R BB SR N FRA TR T L2 E 4
TAEY) I RG NG, BIN(E S5 HERN) M LA RIZNE . R4 H5H
R 0 4 R e s 2 oy A 1 N 1) 2 910 20 BT B A B (Birkenbihl et al., 2012). 78
17, AR S R G FE R T RN RI 38, 304G 28 (R DR 3R o = 1) B 3R 1 28 8 O
SREM, AT LAZEATLAI_F X o2 o B 12 52 2R (45 5 28 LA 3145 W Af(Betsuyaku et al.,
2018)0 IXTE LM A S oy Bt b 2 TE A B R

MRS FIRNE . TEES. AR EEMS, Y A 5 A
e 4550 B T 2w A LA 0 AE Y AR AR R R B LR, Sl dl
BORIZHT R THGHERIIE S A0 & R IE L, Y B 7
R T 2 A E AN R A0 s A B AR IR, A THIIA 1 4 2 B AN 3 PR Y ) SR
AR AR A P % 0 22 [R5 S ALEOAR, X PR AU I I T A T AR e PO i 7
Fr AR VR R A SR oA, DY PR AR X — B B AR G
Yt o it RS A 1 A



2. MRS

2.1. RIREHFSEME R

2.1.1. RIEHE R

K %5 Wi (Botrytis cinerea)strain B05.10 7 L5 £ 25 4 %] i 25 i 3 7% 5= 1 (potato
dextrose agar, PDA) T~ 28 JEAEK 7-10 R, Fif% 21 B 8% S 4] 4 Bl 1A 55 72 M (potato
dextrose broth, PDB) T 28 A K 2-3 K. TEEH/KMREAL T, Sl 5 sk N &
Z Tt 1x10° A 7RI ER TH O 18] 25 ASrh 77 %A 7 S 808 10) 17 &3

2.1.2. RIRERYAEY

T K 516 AR S R
T T R ERR A
R, AR A, A SuL.
2f/ BER 3 /N LB R L
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2.2. RIREREREEK T

22.1. WRERS T

FETR € B R], B R 4= Gy R 0 v 22 A 5 B R B DU BE B4 (lesion
diameter), RN A SUFR E ST 25-30 AT

22.2. REFEWAEKES T

SR AN RIS [B] s PR, s iR G filife DNA, 147 5€ & PCR Kl
R Y N2 51 W) At ACT 2(AT3G18780)E NN S (R EM R IF B G 4E M &E
biomass), #IF =AY E G SRR G ME YA N K B H DNA(Bo Cut-A)
A YR IAN & (Kang et al., 2021). qPCR 5141 F

Bc Cut-4-F: 5'-GATGTGACGGTCATCTTTGCCC-3'
Bc Cut-4-R: 5'-AGATTTGAGAGCGGCGAGG-3'
At ACT2-F: 5'-CTTGCACCAAGCAGCATGAA-3'

At ACT2-R: 5'-CCGATCCAGACACTGTACTTCCTT-3'

2.3. AHEEH

23.1. M 5aE

e IR G Ja AN TR 18] R i s DUMR S s o e PR ) 7 mm*5
mm K/ TT A o



2.3.1.1. [ExE

UG Y R AE 1ml EAA(Ethanol : Acetic acid = 3:1)[# @k, H=Z
PR 5 43 5h . L0 2 1 mL 5% sucrose solution with 10X PBS buffer (80g NaCl,
14.7g Na;HPO4 * 12H20, 2g KCl, 2g KH,PO4, to 1L with RNase free water, pH to
7.4), =i 1 5.

23.1.2. BEH

BTK4r )5, A Optimal Cutting Temperature (OCT) compound 2 /EAEYIM H
5-10 3%, EF| OCT &#ert R MK EAA.

2.3.1.3. fui

WA B AL B AT I, PR 2 A S 2 [B3EH OCT WA =R H
FIAGE—. KA E A A H T ) 2 R e E R, AF OCT BEE 58 444
JGEUH, TE-80 vKFE BT

2.3.2. Y1

2.3.2.1. KRB H

¥ OCT IR SAER RV L, FRSAES
B 20 EARE N YA, AWK 20 pm (Y




2.3.2.2. Yufn

i H 5 B3 W5 44 (Trypan staining)¥z 4 U1 5-10 208, B8 N liiE )
M 22 S5 1) e B

2.3.2.2. cDNA &5 B4

ER Y OB AE AR AR A FIMBOE Y, SRS IO
cDNA & A AR LE 10x Visium & F, 2088 55 um, S5 5 BRI H1l i
K75 AFIATCRE SEIEYIL i

2.4. HEYR B

2.4.1. ROS &1

HUR e J5 AN [RI I [R] s i 4t s IR DAB(3,3- R BRI IZ) 2 1
7 £5(20x, Solarbio, DA1010)AC & 1K) 1x DAB 44K, iR BIE YLt 12 /N, e
)5 FHZETR/KIBE 3 e TN 95% LB Seta It fr, BRI e, Wt
KK, B T 0.

2.4.2. FCAH R

{218 Trypan Blue J4ifi( 5 B3 ¥ 75) 15057 &5 (Solarbio, G4808) LU 7l i B 47 1x 4
10



W, TRAE 65 BEKY R R Tt . BUR YL Ja AN R B 8] S A ) 40, TN HC & 47
B IX e, =R BRI 10 Mo Getta F 95% Ak 3 Ik, 12T 95%4
e e (22 /0 12 /NEF . ZEABKSEAT 30 208, WRTFRIAKS, Ses T e,

2.4.3. R E (camalexin)FUR A

T PR 2R (camalexin) B} : /A A]: MedChemExpress(MCE), H%*5: HY-119502,
CAS No. : 135531-86-1, #/%: 20 mM in DMSO.

BT K RRBIINEI MS B 7R H R 04 100 20pg/mL, "B H BRI
TrRANT, IR 12 KGR,

11



3. &3

3.1. REFRIRAEMBrEITH A HREMNE

BAVE U A Sul 19 1 x 105/mL 717 78 7 B e fh 2 R A K 5-6 &
(RPN EE T BT BRI b, 4Rh 3 /NI i 4 2800 DR T (B 3-1).

TEFRAT BRI SR PRI SR B AR I8 5 3 /NI JE ik T LA BISR B85 BE 1) H 3L
(B 3-1A F1 B), JRBER/NE 12 /NN RSN, (2 12 /N2 )5, JRBER
PHORFEINTR, RIS A TR 12 /N RL P b T 2218 1 R -9 i B 58 LR
B 12 /NI Z Ja st NP BB (B 3-1A F1 B).

FRATHA s Al R b i T AR R Yy R A2 DNA, X o 3
BB IETEAR LI KB 1R 1Y) DNA o BAT3E A8 I 2K 55 1 B 45 DUE IR Cutinase (Be
cut-A)FIX TN IT B S FF I K ACTIN (At ACT)IANXS & &, e K B T A
VRN EERIIEE . E8 PCR BoR, S5WERHmHE NS —F
Be cut-A/At ACT WIHUE W ARAE 12 /NN HTAL T 218 3G I AARAS , BAE 12 /N EL
J5, SURIGINE 3-1C), XL RK, RN SLIRM T, KERX THEY
(V1422 LA B IR 12 /INEE DAY AT BB 32 3R 4 S 1) 2 A 2 THI RS, B I
A Z A AL T — A AH ELP T RRAS o IR N B AR IX — PR S 1R 10X 2 1 42 LA
T BB 43 JE TH PR Ak, o T B A A SRR J5E 1R 14 23T ML R A B B L
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5
4
3
S 2
1
0

36 12 24 48 (hpi) 0 3 6 12 24 48(hpi)

f e
B o

Be cut-A/At ACT
w

esion diameter (mm)
)

o =

B 3-1. s 1A 1R Graid) Sy R A
(A)IRFEE I I 1 A 1 1R G s AE AN RIS T I (R 5 . Bar=5 mm.,

(B) AR Gt 18] B 2K 85 R PR /NGt . 20 N2 BB R E AT R
LK

(C)if L € & PCR I H K 7 1 5.#% DI 3L Kl Cutinase (Be cut-A)FEXT THIFE I H &
FEZ F D ACTIN (At ACT) AN & B 3 ANEWSF B & 1T SE A 7 Z i 8
Ko

REHRFHEYK E SRR Z RERA ST

3.2.1. B 538

P L AR~ F SRR AR LB 3-2) %t 4= Ze i A B
Fo TR A, BATPRANFER G I e 8O F s Sy

NENES RS, R RN B RESREIL G, AR PAE AT
T 21 22 MR G ST P 475
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1. infection 2. sample section 3. tissue fixation

9.

5. staining and 6. library construction

4. tissue embedding permeabilization and sequencing

rde ?w/\
—_— [
T ar

B 3-2. F Tl s AL e e il e

T YR 1-4 BFE SR = e e AP BRI i BB S 9T e 3T T B AT G 20 D) o
R (s W 3-3), JEIIFEA LA 37 £ A Rl AL 2 FIEOR N R IE 3R AF 5 2220 IR

& 3-3. DU 4 (BRI DI A BR .
(A)RRBE T A e B CRISER, B HD

B WAt Ul ORISR, Bt )
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3.2.2. FREFHANF ISR

3.2.2.1. WIFR

H I Z LR A J R BATTIRE S Al T I AT AT o TR R A TREA RS
T BB AL 3 s S BOLE 3-4), RIHIRATHIH] A id %A KA RNA B
e TS g o

0 1000 2000 3000

& 3-4. AFR YRt HA R B A BU(WT, wild type)BETFH F T A 45 R -

7E: hpi (hours post infection) 5 (1) /2& K 55 B 1= 44 fa I [A] o 21 b RARR B2 A
[ P S5 57 (975 i B A2 % s, 127 o E O i e e i 5 AR IC 1 3

3.2.2.2. MFFE R

ARG [V 3 B R PR I+ BB I R YA 70 7 = T RN, PR e 3AT]
SERIEAEAR G Ja 2 DR 0 AT R A AR I B TN, X B B DAL DA 22 18] 70 AT (1) N5 B A
XL 3 Hr e, A FIEORN T G B AEAR G i S 10 AN R SRR R R 2R B, T
TR W PR B 2 R P YT 0 AT (R R IR i A 22 B e S KT B g Al N 2
Al .

IR LE 12 hpi I e 5 A0 T o DR 8 B X R G AL B 3-1), FRATIHEDIN A

15



YIAE 3 hpi A1 6 hpi PN T8) 57 5 4 AR A0 I o 42 e e AL 3 2 (1 A 1)
PRI, AT 8 AT B e VX I TR] 5 ) N 2 i

=3

MR RGN, A R HR N AL H 3 hpi B8] £000 164 /NJHERIFD 6 hpi
I IA) R0 942 AR . MECE b, AT DUE B K B A2 Qe 0 i, AE A 40 i
A 2 1 HE R E 23 ()b R AR A RFAE ) 4R o 8 I X ik R ' R0 54 4 AR N or
BFRRAE, A A HEAR NG 3 hpi B A 2 164 NER 524 3 4N [X 38(zones), BJ
zone 1 ~ zone 3, 1T 6 hpi I [8] £ 942 DNIEK 799 5 AN X I8 (zones), Bl zone 1
~zone 5. Zone HUHME/N, BREEITIZ YA, T zone HUEMEK, BRI 2T
AT F 08 FH 0 B0H 22 WX 3 AgriGO v2 (http://systemsbiology.cau.edu.cn/agriGOv2)
X IX B8 A5 7S (8] 43 A7 HEAE G 2E R T GO(Gene Ontology) 2E #) i 2 (biological
process) & £ 73 T (B 3-5).

M GO S HTEE kG, BFAEAUEYICE 3 hpi B ROS M, UiHHIX AT
HIA KB AR R E R YT 1 ROS. BRI, 3 hpi FIEFA AR T response
to fungus, response to SA, response to ET PL & JA #HIEEE LGN, FHEE KL
GO . Xit—S Ui, MR SA, ET, IR JA, SR 4 LR
AR, A A IR N B i B 12 G ) B R IR e AR A () AR A X R R ER S
TR 25 IR 85 R B WD R 43 T IR ML (B 3-5, ZE).

A RUEILE 6 hpi A 1 WIEH ROS M. SULAHRI, RV IR G mibff
IS sm AU ET JA AT ABA B ARJE K KBRS . 52 R, KES cell
communication FH 5% i3 PRI FEAR Gl i BRI e s, IXAT e 5 K el B s »
i B ORI AR K. IR G L (Zone 1 A1 2), HAYIHAE I K55
FIEALE 6 hpi I A BHEE, RHEWFRE 6 /N, A BEIT IR NFESRK-T I
RIEFSCE A NACHYIIZE . BEAh, FEIREIR e m(Zone 4 A1 5)IX 4K, 1)
THGARIE B AN R EE N, 3K n] e 5 A A 3 S 3z o PR B A 3t ot 47 o0 (B 3-5, ).
TCBAE 3 hpi 852 6 hpi, Y& AT FIAE 5 12 PRI R AE f e B 4R G s 8 DX sl v J3E
5 RERE VI Fr AR RO BRI B AR G5, AEA =R AV T AR 4
HOLEAEH, EsFIEE IR R AR, X SHEYEA PRS2,
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LA ol g P
§SoF §5FFF
WT,3 hpi WT, 6 hpi
response to ROS- [ ]
response to oxidative stress-@ @ O ®
response to chitin- [ ] @
response to fungus - Qe 0@
lignin biosynthesis process - @ Benanumber
stomatal movement- [} O =
() 40
cell wall organization- ® (Z\
cell wall biogenesis - e \_J 60
responseto ET- @ @ FDR (-log10)
cellular response to ET - [ ] 10.0
ET-activated- ® I '
signaling pathway 75
response to JA-© O [ ] o .
JA biosynthetic process- (o] [} 5.0
JA metabolic process- O (@]
i2.5
response to SA- O © (]

responsetoABA- O @ ()@ O @
negative regulation of ABA-- []
activated signaling pathway

response to cytokinin - O .
cell communication- ’
negative regulation of-
cell communication
negative regulation of signaling- ®
aging- O [ 3]

indole-containing compound
metabolic process - @
response to toxic substance - [ ]
toxin metabolic process - O
toxin catabolic process- @

innate immune response - ]
immune response- e
immune system process - (]

photosynthesis-
photosynthesis, light reaction-
photosynthesis, dark reaction-

[al%)
P oo

& 3-5. WT [ 3 hpi 1 6 hpi FIEE GO EESHTHIHLE .

e FTAEEEREYIR AT AgriGO v2 LMl 73 4fr. H4) 3 hpi I 8] £/ 164 N2
[Kl43A 3 MXIk(zones), Bl zone 1 ~ zone 3, T4 6 hpi W) 8] 55 f) 942 NIE[R 43
5 X 45(zones), HJl zone 1 ~ zone 5. Zones HU{E FIFHES 2 k5 M AR G st BT 32
TR IRRRE . b 28 SR [ BB /MR FRAH BE GO % (14 5 R 4 i (gene number),
Fia A ZE GO & #1 FDR(false discovery rate).
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3.3 REFREBERETF INOS) S S5HEMN KEFRIMPE

3.3.1. ino80 RARRIHEYIN KB HIBURYE T M

FATLLER 1 Gt )51 H I T ino80 AL A5 B A2 R (WT) % K 5 TR 432 % 0 B0k
M, BRI ino80 FASAAFIENE R B (B 3-6A). To 14 M BE A /N 184 Ko 33 152 (B 3-6B),
A2 IR B T B3 UL K] Cutinase (Be cut-A)FAXE & 21 LT+ (B 3-6C), #B i B
ino80 FALARFHXT T~ BF A2 B (WT) X AK %5 BT B KL

B 3-6. K IR YLEFAERI(WT) R ino80 RASARIE Y L

-~ WT

|
4"‘ 80
3
g 2

Y\i

C

C o
1—06
<:05
<E04
«03

202
L

0

3 6 12 24 48 (hpi)

- WT
—*= ino80

0 3 8 12 24 48 (hpi)

(A)IRFENE I3 55 ] AR B T R % R AE AN [R] IS TRV PR RF S - Bar=10 mm.

(BYA AR G 8] () AR B IR B RN Ge it 20 NMEW S B E - FE T Z 3 52
B K .

(C)i 1 7€ & PCR R WL tH 2K %5 1 .48 DUFE K] Cutinase (Be cut-A)FXTT-H0 w7+ H &
FEZ BN ACTIN (At ACT)FIMINE & B 3 ANEWF B & 1T SE A 7 Z i 8
*

18



3.3.2. ino80 FRAZR YR Wil K B AN B 7K B B s DR A PR 22 LR 4 22 1) 2 A

A TR 22 oA [R5 JE R AL BR Y ino80 FRAS A Fr th A 1 B I D] Fy I3 22 =]
Fro PP st te 4 R A RS bR (B 3-7).

0 1000 2000 3000

& 3-7. AN[EME YL HA B AR RU(WT, wild type) il EF IF M Fr B4 2 .

7: hpi (hours post-infection) 5 i /& K B B A= Y4 Ja I 8] o 2L dn RARER B2 A
[ o 2 PR 5 SR B A2 G mst s 7 i R i B g SR AR 1L 2

FATLEHL T ino80 RAAAK 6 hpi KIFES, 5 WT 1Y) 6 hpi (RS 2E4T HLEL.
AR AL TR RN, 2 B AR A GUE H ino80 578 4 6 hpi FIFE T 460 4NJE
K. [FEIREH, IXE6EER 73y 5 AN X g (zones), E zone 1 ~ zone 5. Zone {H /),
RRAEVTAR Y £, 1T zone ZUEMK, BRI ES R YT, FATFIH AgriGO v2 Xfix Lk
A 23 (A AT AR L R % T GO(Gene Ontology) At #3d #2 (biological process) & £
AT 3-8).
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(o] on,
7
<

, 6 hpi ino80, 6 hpi

response to ROS - (@]
response to oxidative stress- () © ® 0

response to chitin- @ [ ]

response to fungus - e0® o @ nGan%er
20
C;;. 40
()eo

lignin biosynthesis process -
stomatal movement-

cell wall organization -
cell wall biogenesis -
cell wall modification - [ ]

response to ET -
cellular response to ET -
ET-activated -

signaling pathway

L FDR
(-log10)

o e ooo '10‘0

response to JA- '
7.5

JA biosynthetic process -
JA metabolic process -

co® 000
°

00

5.0
response to SA- L ] e O ig 5

response o ABA-() @ O @ O
negative regulation of ABA-- @
activated signaling pathway
auxin biosynthetic process - o
auxin metabolic process- o

response to cytokinin - o [ ) [} (@)

cell communication—’
negative regulation of -
cell communication

negative regulation- @
of signaling

aging -

indole-containing compound
-metabolic process -
-biosynthetic process -
response to toxic substance -

toxin metabolic process -
toxin catabolic process-

oc0® e
[oNON }
c000® O

innate immune response -
immune response -
immune system process -

ese
000

& 3-8. WT [ 6 hpi 1 ino80 744 6 hpi FIZEH GO EESITHER.

e BT A BRIk BT AgriGO v2 fEZR Ml 04T . B AR 6 hpi ] [H] £ 942
ANFER 3N 5 A X i (zones), Bl zone 1 ~ zone 5. ino80 53814 6 hpi I 7] 551 460
ANFEE 23N 5 AN IX 35 (zones), E zone 1 ~ zone 5. Zones U {f i HES &k M
12 P R IR B8 B9 PRI B o 4T 445 SR 1 [ P DR /MR SR AH B GO w7 Féy e P o
(gene number), AN LR GO &AM FDR(false discovery rate).

MR GO 73T &5 SR KE, ino80 FRAZRIRETE 6 hpi A T ROS N&, {HTE
28] AT ARXTGZE () zone 3 AL H, IXRIARBIRT FT, ROS %A HILE
R YL s T, TR . N T IIEX A, RATAET ROS sensing HIFric
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HH UGT74E2 (AT1G05680) 1) 73 AT K, %K AT LI ROS 32 ZE 4> Ha0; TRIHE
AROTET, PIAZEE R I 7S 8] 434 7T LLAE 7R ROS /7742 (Tognetti et al., 2010).
BATRIN ino80 ALK 5= K, UGT74E2 (% /K2R T, XFEW ROS T
TEAE ino80 RALNE WA R A BB 3-9).

i1 ROS A LAY 8, HE Y40 R At 238 1 75 B ROS(ROS scavenging) i
7, it A AR A i A A, AT — s 23 B) (B s, R B T AR G
KL B)GZ MY B ROS X 55 MM 40 B R 4k o X — DI REAE GO & & AT Ny
response to oxidative stress. FATE £ ino80 F8AE1AAE 5 %2 (RIS Y JE ) 1 25400
B[R BATHEL T CAT3 (AT1G20620)1 7340 Bl o %3k R s A ) 2 FH T-1H Bk
H0, AR EEZ — (Suetal., 2018). FATKIMEF EME R, CAT3 KL AGLE
UGT74E2 Wi, BWRE B IS TTE ino80 5t R, CAT3 FRiLE R b
W, HFHRTZ A AMIEZ S zones. IXT]BEFE ino80 My ROS & &k —F
1) FEAR (B 3-9)

AREHIE, ino80 AN KES SA I JA IR ML K (143 A & A 4
L FRATIHEL T SA BZRIFRICIHE K PRI (AT2G14610), JA B2 kRGP LOX4
(AT1G72520), MYC2 (AT1G32640), VSP2 (AT5G24770) L. K WRKY75
(AT5G13080), it FiL &, 2 A i, #KAE VIR R R 3 . PDFI.2
(AT5G44420)2 T Fe454F H E A PR R % 0 i i 22 B, AT TR PDF 1.2
£ ino80 TRAZAR N w51 BEWE ,  1X -5 TR K 85 b BURR M R T — B0 (B 3-9).

B

WATEAMRIL, KRN TSR E AN, BREAEE
ino80 FALNR 12 G s M WS . (HAE S5 zones A i FE UG o AT THEIIN A
ARG s MRS, 13X 50 5L 18 K 25 R A DRI B ) R 2 0%, (B35
JERBGE, X ATRES INOSO ThREER KA K. #iMI S 2, INOSO A ] 1 i
PR 15 G A 00 P 85 PR 2R 1 (R 2B R 430, 7 1 IX SR g MR 2R o FAEA S AR K

S o

N T IAEIX— 5, IRATHEL T PAD3 (AT3G26830)H1404ii . PAD3 A&
IAEY) PR &R camalexin [ 5<BERE, 1] camalexin RJ DAY K 25 B A % A4« B UL,
[ IS AR A B A EIE R o« FRATTRIN PAD3 TE ino80 FEASARTE |z 1 [X 45 1%
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RIS 3-9), X1 ino80 FAFHN A I HARHLth 2 — UK. Camalexin 77 %
i I 40 L %535 5 9 PDRS A1 PDR12 HEH RSN, AT 2% B0 7 5 (He et al.,
2019) FATR X TR 5 PAD3 2510, 7F ino80 FEAFHK P 1R 232 B S 8 i »
e H AL, XA ino80 RASHKH 25 G Sk AR ST 147 1 C 3 HL

ino80, 6 hpi

UGT74E2
N C/T3
— 5

WO R

W LOx4

L SR

T PDF1.2
IR \VRK Y75
wopaaresn Ral

. PAD3

& 3-9. ZFANEETE WT [ 6 hpi F ino80 FRAZKI 6 hpi (IFE B4 K H
®.

T I B P g A2 m) RO P R L, s R D 1 AR EE, WT A ino80
PAIEIEYN=k: 3= 48
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3.3.3. in080 RAEKCHEYINIAE TRE

HT ROS A LARACAEIANM, TMAET: R4 A ) T SR FE 1975 i B 2K 25
R OIS 5E, K ROS FFs A Pl gE ik, IX 5 IRETHAE ino80 RAZK HARE
POE A — . AR DAB A5 SR & W W20 B BAE R I A
1 ROS & 2:(B 3-10A)FI4HfUFET- (B 3-10B). 5 FRAI/E 28 (B % 5 41 ROS
KIL—3F, ROS FERFAER R Fr (2 G sl PR B, JF Bl 8, 78
48 hpi LT A 45 AN, {H ROS (AR RTE ino80 AR 5t N 325 1K
(R SBRARRIIAE, SET A ino80 FEARRTS 5t R 325 T KM,
X5 ino80 FASARN IK B3 1 (¥ itk — P 2 BH /& — B0, BRUAERIRAE T A R T 2K
R IGTE, TS AN ] A RAE TR AT KB IR G .

& 3-10. ROS A s MZABIFETTE ino80 FRAZAA N 52 2| B B 1M1 .
(A)DAB &3R5 65 i os ROS B4 51 (. I 1R A B

(B) & Wiy v S 240 M A T (. T s R T 78

PATTEEAMIRIP) camalexin JIAAEYES 72 3E, W EAEY) AT HMJR camalexin [R50
. Camalexin XY A KA G WA HEPHHIER, B AEREY) R E LA
W FE ) camalexin AbFE R 2B N . FHELEZ T, ino80 AKX #MJR camalexin
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AEUK, BETNEEARE, X5 inos0 RVKRRIEE LN KiaEA, NTER
RO HEH camalexin AT B EF 1 417 SR 405 55 2 — B0 (B 3-11).

=)

=]
=
i

wet weight (mg)
'
(=]

Pgtas

0 10 20 0 10 20
camalexin (pg/ml)
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& 3-11. AN TEAEREY), ino80 ¥ 1ERTSMEE camalexin AU .

TE: IS A AR camalexin FURFFRIEPAEK 12 K, 285 FEHUE 2503 IF
HAn.

24



4. Wi

FEADI AR e A S R E K, R ARRGER N . Y CE i E
% T B B PR 3 3R G R 0 U R A (Yang et al., 2022) . 18 4998 J5 44 1 55 7
(virulence) FIEU T (pathogenicity ) A HU e T-1 EAE VAN ML (R0, DRItk R Gk
MR R YA PR AE I 25 4 B DR e S AR AL, A Bh T SR 3t T R X A
18 BB AN 2 FHLH, HCCERYIRREIZ I, 9 A K w25 5 R g 8 A
ARIFRBRALFIRFIE AR T & B S RF(AbuQamar et al., 2017).

FRATTA IR BT T2 A 1770 £ 25 1) 2 S L PR 2R SR A0 P 0 it T K 5 T e e A
Yot Fr i R AR DR I 2B AR A o RATTACE, S8 09 i B A2 I I 3 S ) T B
£ 3 hpi N3 28 PERE S, (ERE A IR R RS L 7= A AT 2 18] 70 A7 1) 22 R HE A7
i L ZE U AE SA-TA-ET 342 A7 LU & 5 o X 7R A ) e 36 IR
B T [ N JR B T I A A BT BE AN IR A R T M X 28 3 i AN 17 S B
JRB I R . B AE TSR S IR (e LR, e, JUHGR R R
camalexin YR AU, AL EREZY cell communication, FEAEY )5 4L M
B EZLER Y

BAVRANIRR 7 YLt EIB N F ino80 %o T K 55 B 12 Gt 2 1 LUK MR B fr) =5
(A S 2 o KR T B 1K) 56 B e R 22 ) sl AR SRR MR N A AR T3, R et
EIRIETES S 7Y AL R 2 2 T K B 1R (VR o Ja SRR FER IR AR R
SR H DA] (1) J5) B e € B S5 A RFAIE , AT 33K 21 INOSO AR Jy Gt Joit 51 98 [ 11
Gt [ 7KV Y P ) L 5 B TR R 1R 70T BIL A
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