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PP KIEE T T 2O . AW @I T A8 iR IR & 6 AR B B % fn IR BRI T,
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Advances in Plant Receptor-Like Kinase BAK1-Mediated Cell-Death Control
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Abstract

Plant receptor-like kinases (RLKs) play important roles in cell-death control. Under stresses, plant cells are able

The programmed plant cell death is extensively involved in plant growth and stress resistance.

to perceive signals from extracellular environment through RLKs, and transmit downstream signaling factors to
regulate the expression of related genes, causing a series of physiological and biochemical reactions that lead to cell
death. BAKI is crucial in plant cell death as an RLK. BAKI1 interacts with the RLKs such as BRI1, FLS2, BIR1,
EFR and BIKI1 to sense extracellular signals and regulate cell death. Here we focused on the role of BAK1 and
summarized the mechanisms of BAK1-interacting RLK complex-mediated cell death signal transduction and pro-
posed scientific questions that need further study.

Keywords plant receptor-like kinase; BAK1; BIR1; FLS2; EFR; BIK1; cell death
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A AE TR AR T

1 EMHERET
FEFFPEAI AT (programmed cell death, PCD)2

EYIEE ALK K& e AR g,
RO =N e W A = U L S P S A
J2 FH T DG AL 240 il i PCDAE A ™). HE Pt

905 B AR G it i i R 4B B I N (hy persensitive re-
sponse, HR), BUFEYI7E T R 1R e Abid5 ey S 4t B 4B

oo fHYHR — EAE ER—AEYITUR PR &, HRATLL
Ho I SRV IR AR AR Gz, B 1R HdE — P9k, HRiE
TR EREEPCD, [, PCDW R MRS K iE

M EZNLH, HZ 510750005 5 M2 B E R,
FE DI BE 1E 5 B 20 M, 3% M %(reactive oxygen
species, ROS)#E I il fEAR AR 7K T S P 4 i 52 21

ria R, ROSTEREPIML (R L AL i SURIG I, PR oA S
R, IFHEEREE KT TR BER, AT

UiFE 1) 22 24 )i 3% 4K B BB (mitogen-activated protein
kinase, MAPK)ZZ B Jx B £ [ i A4k 5 0 i 2 AL

P HI S5 91 S 5 TROS K1, 5 & 4 i S8 T2 AH 50 2k

2. EAFMM LGN, B SR,

MR RE R RO JetU i 4i4E . DNA

P s, A FEAMAETS, X, EYH
= WK R (salicylic acid, SA). Zffi(ethylene, ET)+
722 2% & I (brassinosteroids, BRs). 7K i (jasmonic
acid, JA)% 5ROSHI LA FAS e 32 4 B T2 15 5

3. Sl EMCE NG S0 T X Y PCDE
BT EENER. PRI, Ca¥ BT &g
T 5 A% BR N VI B, (EDNAFEET. 534k, Ca>
3T BROSHINORI A &, HAHNOIE J & H Bl
PR BI#HE 50 72 5 IH#EPCDIE Y.,

AR, B b TAEIHR R R, A
ST SO, L3 V% A 158
Vo Bl RS S TR E R R A2
ROSHI {35 S B b, 4410 0 6 B AN A HIROS
kT2 B1RANHL H WROSHI(E 2% 7 ik stf

SR Z R A AR ? SO I 5 oK1 L
RIS ORI R RIS ARIAE TR 2 AH 5 1Y
S R AT AR AR T

2 ENZEHEBAKIN SR T
HE 15 2 BT R, UL T 2 R 4L 47600

Z ANRLKs, H 6354002 A~ i 1 (1) 5[5 57 14 il
12002 252 4 i 9 B (receptor-like cytoplasmic
kinase, RLCK). — > HiL 784 (R A5 470 52 AR P g o = 356
IR R, BRI HO b 2 3, i SR R P ) 2 1
SERIIEE . RS B A X AN ], RLKsEZE 5 A BL R
WK JG: (1)E 7 72 2 R B & X (leucine-rich repeats,
LRRs) fJ RLKs(LRR-RLKSs); (2) EL A SZ&5 H445(S-do-
main)FJRLKSs; (3)15 4 Jifd B AH 1% (WAK-like) () RLKSs;
(4) & 7 M2 BRI 2 A Jig 25 2 AR B (PERKSs); (5)28
Jih I8 PR AE ] - 52 /4 (TNFR-like)RLKs!"” . BAK 1k &
LRRs-RLKs 5 WP 58 HH — AN E 2L R 01 o
2.1 BAKIKE[EFEEREZRE

HR 4 B SNLRR &5 ¥4 A1 5 1) %2 7, LRR-RLKs
BRI 43 B SAN Y SRR, HE 0 1 200 PR VR e A= 52 R B g
SERKs(SOMATIC EMBRYOGENESIS RECEPTOR-
LIKE KINASEs)J& T2 — W.2%, H % i (L +ESERK1
SERK2. BAKI/SERK3. BKKI/SERK4 HISERKS5!"4,
EAEME RN IRBRYE 55 S 4ist - R 4%
K TR TR ) HR B S 7 T R 4 O SR Y, T 3 g
P& At N BRAE 5 7% 5 1) E 245 )7 0. BREZAA
BRI1(BRASSINOSTEROID INSENSITIVE 1)7E 41 g
REBIMLE GBRIG, KA BRI N N LGS,
BRI RAAKbril-132 0 AR NI R A, it 4
a5, RN ICFEREE E TR PR, SZARMEFBAK I/E R
BRI 352 4k, — 3 A1 BAF F ¥ SBRI1/BAK 152 /4
HA BRGS0 BN AN L (1) SR 0 RO B
BAKI15 BRI i 8 AL BGE BRI, 1 i i 4%
THAER AL, MRS 51 MR, J5RAE
T I, BAK 1 [A)I5 25 [ SERK st 7E BRI (1) - 14
SRR AN AT B,

SERK s A& i1 4 >k 1l ) 52 A4 Wi g S0 3 At 7 1) 4
B AN T R B & SERK s 4% W 4%, (EAT5 A 1
Z o) 7R g — BRI IT . 9] 1, SERKSTE 2 4>
55 I R IEDIRE, HAB S WA R R v A% 0
B FUE? B T SERKsLAAL, &M icf Hihdt 2 k%
L5 5% S ? SERKsZ 5 HumplLiil 2 Brem?
2.2 BAKI15BKKIEFE N SRR T

BAK Lt iz 5 AN [\] [) 52 A4 S T B2 AR A1,
2 52 45 5 SR HEYE. —J7TH, ‘BYE BRI
(RS2 T BRIG 55 Il 55— J7 1, BikS
5T YIS KB DN . TERE T 2 AR B AK 1A
BKK1Z 5 [ BRF I 5 AN KL, BAK]. BKK1
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RE AT A T BRIG 5 (40 AL T, B 58 K,
BAKIH) 56 4= 5 A A4 W R I 2 7l I BRAS USSR
A, HEHEN, ATREIEEBAKIITIRE U R R A i
S 5ES MGV, R, %
1T K IBAKT ] F U AR HE K BRK T 58 4 R 2 R
AZARbakl-4 bkk1-151 5 H K PEAMIBET: . FFH 2
BRI Fr 93 At B st A% 2 - Bt 2 3N, bak1-4 blkk1-1
40 B AE T AN T BRAG 51842, 1 MO T A7K
MR, X BeHff e % B, BAK1. BKK 12 A4 i
TBREJAHMIIET:, HWE AT B A
TUAR M, %40 MIFE T2 I 4% 1T BE FIBAK LAY 5 1 993 Ji
75 R 41 i 5 5 e % (pattern-triggered immunity,
PTDA Ko [FIN, 2 Fhigif 7 DL S A B AR AR 4 3%
i, BAK1FI'E 1) R JE #IBKK 1 7] {F ABIR1. FLS2.
EFR [ 3 52 AR 75 HE 1) W3 e 37 Ak 35 8 B4R Y, (H
e o FHLBE H RIS A ELTE AR AR A AW T
M, BAK1. BKK 4540 Mg 26 T 1) o] e AL 2 AH
VA MLAE ISR T, SRR AR R AR R
FIROS, —#B 4 ¢ i i iU, BAK1. BKKI15AKH1%2
A 45 A B AN W46 IR OS, W0l RS 5 i 12 5+
fEB B A MAL N, 5 FAMAL A i, ik
15 BIROSTH B i 55 DA OK & 3Rk, {3 248 g P JROSH%
Hil4E I 5 Ko MBAKI. BKKIHKRRAZ 5, M 4%
A P A i EEROSAS B 4 Sk, A5 41 i xS i & 7
A BIROS K Z“R10”, AN6E JE 2 40 fil W ROSTH Bk &
. MMHLANROSHIFH R, KRR IR &, 12k
IR 33t — 25 4 B CA R PRI IR R 3608 11, AT
ST

TERE PR D AE 5% 1R B0 i BT A DR 11 2 X
(microbial- or pathogen-associated molecular patterns,
MAMPs or PAMPs) /" 3 [1) % % Jz B 1, FLS2Z: &
T HE B R AN v 224N 2 R Ag22 1 J& K, EFR
2 55 60995 i B 1 ZE A [R] Fel 18 T i 52, i BAK 1/E
RILZARFIR 2 5 13X AN BT A S S 1K
0, T T PAMPILUE AR P 5 K H 2 I P, [
i, BAK1TIEAE A — A iATE R 2 5RIER A 3 1
YU N B IR R, AR R e T R —
RN FEDIRG A, H P BAK S HoAh 52 A4 Bl B
1, TE R — AN W 2 i A i S % S5 A0 T (HOC T4
Y% R A ) B AR I FEPCD I 2 ML AN 2 .
By 1 SERKsEASY, J& ik H AL 24k ? 24k
WUl WA A IPCD RS 5 % LG 2 EAER?

BAKI11 2 T g A 2 Q] 23 B 1) 2 i P L i) 8t
T ERAT RN IR E I T VR4 BIBAK
W S 5 5 T THLHDS Tk i 2B TR F
B R A R .
2.3 BAKISBIRIE{EN SRR T

BIRIZw S —A™ M A1 X A5 4 LRRE, #4) 38 1) 52 1
BB, AR 2 B BIR1H FLRR-RLKES -+ AN
F o BIRVEE 5@ T4 MR I, 7ERLRE IF 10 %
ANHZE B AR R E W B A R RIA,
T-DNAJE NG R TAR R bir ] - 132 I HAE RIS /NI — R
H SR HU AU R A SAKFE R, ROSEK -
PRIENFRIE LA, dURBE T Aprm i om ™), i
BEXU A2 25 S BoR, £ 5BON1EAEH, BIR1[Y
T (X 0 AR AT B, BIRT )k 2% 52 A8 A4 bir - 1F1
birl-2#8 R L Sbonl bon2Fbonl bon3 W 545 Ak
FAUM R, B 7~BONTAIBIR 1.2 8] A G A7 7E % A
HARE AL, BONT ST AE 4 A4 K 3h 24 - 1
FHTI0 P B AR R A DS I B G 45 & B2 H . BONIL
FIBIR 1A LAHE BAK 144 7N R A0 1200 38 3 I A6r o B,
Gao®5PHE 2| | — ABIRI Y ) ] T-SOBIRI. SO-
BIRI% 15— ANRLK, ‘& i 308 7] DL 5 35040 g 48
T, UE BASOBIRI IE VR AE YD 0 | 2220, DL |
W5 25 SR B, BIR VVE A A 00 P 1 47 8 45 5
EMEH, BAKIA LLSBIR1IABON HAE, (a0
T 40 B AT DA K REE [R5 1 5 R G2 S

BIRITEREY & P 7] LA SBAK 1 HAE 3 [ 1 42 18
ViR 2N, TIBAK LU E 45 i P 7 1 s B k.
FETHANAFPER. — T, ©2 518 TFLS2
N FHIPTL 5 — 7, & SOAERE RN A S Y
ETI. 4k, BAK1H] DL 44 41 8 B2 {LBIR1FIBONI
FH A BT, BAK W] g i@ B IR L 12 1iBIR1. BON1
>k ¥ FETI(effector-triggered immunity){5 5. {H7E
BON15BAKI BAESFEH, BIRIHE T —AMT4FE
P RIS A, B R EABAKT I — Mk
PSR T BAKIXATBONT I RERR 1L, 62 HiX
MNMEARFFEMSLEAERR, RHE@ELE—P
SIS SR IGIE .
2.4 BAKISFLS2EEBIZHILAARIE =

PAMP 5| & 692 J2 260, H5 AR A0 % S 2 P A 5% 43
T (MAMP) AT T AH 5% 73 7 B 20 (damage-asso-
ciated molecular pattern, DAMP)¥] iR 51 77 4= 1) 50 2%
JRNE, 2 R A7) 248 L A N AR 95 iR Al 2B A P 2 — T B
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%o FTIEMAMP, 248 2 AFAE T 2 i A= imi 18
T JE AR A ANAFAE [0 15 BE DR 57 B 4 FRHAE, — RO T
EEAF L TR, BN EE A i E T
e, RV 2 TR HIMAMP ) & 1R FR 9 R
7 %2 {& (pattern recognition receptors, PRRs). 7EfEY)
W, PRRsAZ E 7 T M5 1 1) 52 R g 5 52 4 i 10,
FE AR I B B R I PRRAZ #6721 32 /RFLS2.
T4 A [F] FRPRRs 2 B RF 7 MAMP [ B0E 4 7= A
— RANE I 1 N, A IR SR ROSHIR
K~ MAPKHIRAS 5 BE P 2k IR 1 SRk A
TREMA AR,

MR B ) F B S A E, [ R
FURH T, HEEARM 2 EEE. #EEA
A {E NPAMPIA 7 4 25 £ 1R, 51 % HE 90 40 il 1) e
P RN TN G E I e o N A B #E R R
FIg22 AN B0 (1400 Fe I+ R AR, R I T R 40
1) #f 6 2 [ %2 AKFLS2PY . FLS24i s — N & & =&
W% 55 52 FF A 1 32 AR . fg22 Y FLS2H 5 J5 i &
7 TSR, 0T 40 T A T A I T,
HEROS J HAAT 5 LA S A A= 4 5 48, 451 G PR 1) 4
B NAZ AL IR, [RI), 3884 B A2 B A Ab S 06
R, 2215 F 10 o 8 IR BL (1) 30T 34 5 B2 32 R
BAKI12 5, 75 M E AL R I+ (A 58 28 A s /D>
BAK I [R] (1) 18 AR Mg 224N 50U, 485 71y BAK T T HEL Ik
FILH IEH 1A A 45 A RE ), (H R R R A
i B A AR IR OB S R T WL, BAKIAEAE
Y R PAMP 15 S5 i AR ke IR R 4EEH .
TEXT 8 — NP ARHT I PILRRAE SR 51 2 5 &4
45 MJFLS2LRR-flg22-BAK1LRR AT 78 b & B, 244l
Ve 2 4 M RS2 B AN R HE R R I, AR
WIS A A R E I FLS2AIBAK L R — R AL
oK 58 F A4S I8 S I T Ui B R A S IE B, XS
Y ZE T AT A7 1) Y 04,

BAK1Z 5FLS2¥1 i 15 5 % T ML il ik g ok,
Haroa R T2 52 AR SRR E 550
To A, FLS2 522 IR AIMLHI Wif 2 (5 5
% )5, FLS2WMAT 3k — 5 R A0 G e fLl 2 X
6 i) LA Ryt — AT
2.5 BAKISEFREERIZHIMARIET

EF-TwR M N KREAAEN —REOMR, ©
758 B B ke 5 B 2EE . EF-Tu N-
Iy (1) 184> S B R 2 W6 1T & KEF-Tul) I k. EFR

A& M TR AEF-TudFfil &) S K G 9% DAHRAE A 4
I3 JELAAR B J5 L 2 AR BT, EFRAEF-Tuil Al 5,
7 A0 J AR B EROSHI 205, M 7= A % 95
JR I PTPE . KA B GV3101%F RS T 1R G 4 6t
TEF-Tui: T-DNA®E & F 5 4 36 DA 20 oo 3@ o X
GV3 10112 GLIAZ PR B R AT R IN IH, TRAZ ef
(G A RO B i T A R, R BHEFRASEF-Tulf 153
REHSPUAR A B 12 Jeid F20Y.,

HWE5 K, BAK]1. BKKIfE At %k 5
O T T 2R 1 32 AR FLS2 M 4 1 4 K Rl 7 EF-Tu 2 4
EFR R M P [ SLAS 5 5 5, JE 3R 5 45
R, BAK B 4080 - it 2 R 98 7% il I B R
J5 (C408Y), FLS2FIEFRAT 5 1) %0 9% S M. 4 ™ 25 1]
g9, {HIXANRAR FEAS R I BAK LG BRANGH L 5E T2 )
PWHER, 5 —J5 T, FLS2ELEFR ) Bl 5% 5828 44 3 &
RKIN Hbakl-4 bkkI-1H 40 I PET- KA, iF BIBAK .
BKK 11 4% f1 B & P 40 i 58 1~ ] § 5FLS2HIEFR
YR PO LI AS 58 4 [ — 4815, BAKI.
BKK1. FLS2. EFRX [AlAH B.4E H #% 315 5 HIALH]
T B IR .
2.6 BAKISBIKIE{ENSHMETETS

TEMZ 25 Gl 55 2 T, BIK1ESK
R SZ B G . BIKID)ReXS TR i A Getfh i
AT 22 43 ZL 18] (A% 73 B8 2 75 1), HOW 4l i st T
() 5 + 4 B EHO, BIK1 &2 — A% I fig RLCK,
WA KRB MPTL. BT e L,
Wr e 7] it 2 HPRRF- A5 5 R 1. B 78 R,
BIK 1/ NFLS2HIBAK M5 5 0 T IE G S
S, BRI B MR LBIKI L §BRIE 5, BAKI
A 0% 1 R A0 BIK 1 1) T 28 R A 22 B R/ 7 A R ke B 9
IE Y %% . BIK143 5l i BAK TRIBRI1 )
A [F) B8 R A A S R ) S %45 5 FIBR A R K B {5
G

AN AR SN BAE SIS 9T 3, BIK1 5 FLS2A
BAK1E1E, T HBIK1 R # L BAK1 L X BAK1 A1
FLS2M 5 &4k, [EF, BIK 1R B 4k I A 2 3 it 3
H S Thr23 7 R A 5 UK . Eh e HfE BB, FLS21H
Wifig22 )5, BEMRAL IBIK 1L & B B s, 2 )5
i % fLFLS2 FIBAK 1. H1 T FLS2M B2 4. 7 1 A,
BIK 1 7] fg fEFLS2AIBAK 1 B /E i #2 Hh i it 5 BAKI
AR AE O e 55 . Bhak, B FEie R0,
BIK 1B B2 fLFLS2 FMIBAK 1 Ji5 ff AN i 15 2 45 &, 1%
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] 4 15 5 R U I I 4219, BIK1 & NBAKI R i
S (5 5 R X 41, BIKIZEPAMPIR KNI B % 5
NADPHZ b g #H B A% FH I 8% B2 At BIK 164 B2 A6 A
TS T 455 P B 1 TR (1 R S, T A e S P ol G e ko
PAMP5 5 IROS % & AT 14 fe g% 42 ¢ L 220, H
&, BIKLANf] %4z b ARG 5l g, il 47 T
TR IE (G 58T, B TRHATIRAT I

2.7 HA AT EE 5SBAKI BEERYZ {5l

2.7.1 BAKI15PEPRI. PEPR2 A VA5 tmfit st
Pep 1 FlPep2 & 40 Fg 7+ H1 & LT 28 4 IR 2R, Pep ]
DL 5] SV 1 SR P A 4 PR RS 1 2 B AR R T e
41 Jf T Ca 1) 1% B v, 389 AR ) 1 25 R, Pep
7 B — AN IE S 5 B IO AE FHE, LR I
PepsZ fAPEPR1. PEPR2& #it 1Y [y LRR-RLK 5 J#& B
. PEPRIBRTEREM NG N FHE 5 .
15 KRB FARNR 5, HA) 2 B 2 — Sl f 4 0
F, ok, KFM . KR, A/ S5HhHEKE
SR, D K B, R B, LR ST
Pep J 50 il 7 h 2 5 4 FE G 1) 4 15, R
I i A2 AR B EFPEPR 1 IPEPR2 JE Bl G s I &4,
b 52 56 & B, Peplfig 5 S PEPRILRR-BAK1LRR:
E A, Bl R LT 0 R AR 5 5 1 G i LA
PEPRI #8457 M 5BIK 1A HAEF, 4 SPeplifs T 1)
B ML o 38 A Y AR A S 08, B FTON G R B,
PEPR I (7] & /& PEPR2)HE 7EPep 1 3k 47 4L ¥ J5 77 4=
N2, BB L BIK1PY, {HPEPRIAHIELA. &
55 592 L SRR TR LS AN 2

272 BAKI5CERKIZMN-Fegmmints i
VG AL ) BT A 78, BTN S TE KRS Hh % e
BT AN B B LTS A 5 K SR BE X R A 6
I 5% ZARLY PA/6, 33— B 50 RN, G A
BfCERKIME AL Z I 5 HESHE I, JL TR
FE 3B F 1 0 52 AR CERK 1 /& — Rl LysM 2 B () 52 {4
WA, PRAN S A3 B BRI LysM&S M3, B iln A 52
B3 R G0 AR 2, % 24 M SR CERK 1 H
ANFEIA JL T 50 RLB 1  Z RR AL AP AR e, B ST
R Je M T CERKIIMIAN X 5L T i HAE 2 &
Vg, Mt R T LT S CERK LI ——
MAEYITE AR Z B LT R, A 40 B
CERK 1 i g 4P LysM & #4 35k — 58 4 3k 52 Jlt B A< J%
I, A I B P 4 A 3 IR Ak R BOE TR iE 7 E R OB
G EES, ERE ST, 2R MEEBIKI H S

CERKIAHELAE H, 1fi 75 5 3 2 fF FBIK1fg 5BAKI1
MEAERH . Bk, BAKURATREE LT AT 1 %%
Eo P EE LA,

BIK11E NPEPRI. PEPR2. CERKI K {5 5
RO TS 5 ML T, MBIK1 X 5
BAKIHHAE ¥ 05 5, B AEXA R L%
#, PEPR1. PEPR2. CERKI1. BIKI. BAKI#H{H
ZIEWHTER R ? TS 5% 3 5 2R s R L
HZ BRI ? X2 TR T I8 F At 2 AR B LR
RIEAER? X8 o) UR A Rl — IR AL

3 RESRE

TERE AL T2 5 7% S v, BAKLE 5
i 2 2 AR D Re 1S LR . © % F 5BAKI
B $ H 1F 1Y & 4 ABRI1. BONI. BIRs. FLS2.
EFR. PEPR1/2. BIKI. CERKI1%. 1, BAKI.
BKK1. J& T'LRR-RLKZ — IV 5 ji%; BRIl. BIRI
J& TLRR-RLKs® 0 5% k. fie s 45 WF 78 22 W,
BAKIFIBIR3 ) Xk 2K 58 A At 25 51 b 48 28 12,
BIRsZ & (144 1% 01 ¥ W] 5 BAK1 H /EFY; BON1J&
T-Copine® [ 5%, 7l L BAK IR 1L, AT LL 5
BIR 1 B AF R4 0% < B¥; FLS2. EFRJ& T'LRR-
RLKZ + W Kk, v B 8 iR (L BAK1 &
MM 25 =, HLIX PR AN 524 T oF 4 B AE T gk AT
1 [ I #%; PEPR1/2J& T LRR-RLKZ + — I 5% ji%;
BIK 172 A Jf A5k 85 1) 1) i Joid 2 A W3, e e 40 2
YERLKGH#E 4> % N ; CERK 12— FhLysMZR A ) 52 14 %
fitt. FLS2. PEPR1/2. CERKIREMEERILBIKI, 7]
HZ5BAKI HAE R S AN E S, 5 FMAPKY
BC R, VAR 7 YRR R AR T AH G RE I 3Rk . %%
H oy 2 (B AEEA ELRE R AR, TR C— > LABAK1
NI IREZEMN L, EEYPEKEE. Uit
S5 T R P EEAE R (BN

H BAK 11 B2 A6 A7 2 1 %5 8 JF 46, B98N ik
P I\ B2 A8 52 W AH TEL B8 B2 A 7 T SR A 7 3 LA AL
H, IRt B RBAKI S 51015 55 50 FHLE
BB A5 5 1 T i R 5 A R R R i 32 4k B B
AL S K, ARt S K N HAERGE S T8
K, BAK1 WAl SE 322 R R ALK R e AN FE 5
WIS TERAT . 4K, LRR-RLKFK R H A
WA B A R I S BAK L HAE IS 40 AL T, %52
A W 2K T 1 53 Dy e ) AN T R I ST BAK T 4%
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EFR CERKI1 PEPRI1/2
=~ = =
BIRl  BAKI = BAKI =S pAKI? = BAKI
2 % elfl8 4‘/ ChitinZ % AtPepl - g
W (/4 W )

[CED

"

BIK1 (P) flg22
AT gy et Py
, / | — cascades : -Q\/V\/
5| ® ko)
BRHM ‘U BAKI
BR w
< L

[ Innate immunity and PCD ]

r

BAKIENIE2AK, 552 A EEBRI1
BONI; BAKI ] 4% 2 (L BIK1; PEPR1/2. CERKI. FLS2A BILBIK 44 MISME 5, 1 5BAKIAEAE HAE.
LR A5 e 2R i, 5 S MAPKZUB SR, SN AROSHE A . KR R AT, & S BN PR AE T

Once BRII, FLS2 and EFR bind to the ligands, they interact with BAK1 to form a dimer to sense extracellular signals. BIR1 binds to BAK1 after re-
ceiving signals from the extracellular environment, and phosphorylates BON1. BAK1 can directly phosphorylate BIK1. PEPR1/2, CERK, FLS2 can
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phosphorylate BIK1 to transmit extracellular signals, and they may also interact with BAK1 to sense survival signals. The signal transduction network
based on BAKI transmits downstream signaling factors, and then triggers MAPK cascades, induces intracellular ROS burst, salicylic acid accumula-
tion, and finally leads to programmed cell death eventually.
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Fig.1 BAKI-mediated cell-death signaling pathway
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