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—& A& (nitric oxide, NO)&—A> E AW P 1)
SARANGY T, FESNEYII KK E B A B B
%507 R Tz 1 AE Al (Lamattina et al., 2003;
Wendehenne et al., 2004; Mannick, 2007; FM5fE
%, 2009; WkiE4E, 2011). (EMEYH, NOIE LK
1(Neill et al., 2002). FF{ERF[(He et al., 2004). 4
Ji%ET: (Delledonne et al., 1998) L4 A i 4H i A1
fPitE (Durner et al., 1998; Klessig et al., 2000;
Wendehenne et al., 2004; Zeidler et al., 2004).

VA 25 A A2 T A R R B R AN MO T IR IR
# (cyclic guanosine monophosphate, cGMP)JNO
595 e B — T4 N %L IE 5 (redox)
RIS, BIKEENOD 2 2 F Y P 2 B vk Ak Fm
2 R & A T RE R VR (Astier et al., 2012). IE)x
AN S B S S, T A2 — AR T NO B2 1 AT 3 e
Mo FEA I 5 AF LE 1 2 A F AT R AE 2 TR AL
(de-nitrosylation) < .. — A~ 1 68 75 B 7 Al 2 4L
TR JFL 2 DR 20 TR 2k 79 i ) 2 R TR A 1 % B 1 T B
()75 (B 4544 o EAH R — M R R AR AE SR 1 B2 2
Pt Bk E: b, E AR S, KR
AR o B TR 0 SO A A S i B ) R P 1
oS B DT A 2 L A ) 3 R I 4 M 5 7 45 (Stamler
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etal., 1997). [ Stamler (1994) & ¥ & L& (A i i IF
AR, OFKREVIREN, WA
fy A= 2 A S R R 455 )2 1 4E H (Hess and
Stamler, 2012). fEah¥+ 2% € B TR AE 240
[F#0 5 H (Lee et al., 2012; Zhang et al., 2012). M1
KM YU EI I (Arabidopsis thaliana)t B % & T
EEMZ 5 A A R 5 A A 4 5 (Lin-
dermayr et al., 2005; Romero-Puertas et al., 2008;
Sell et al., 2008), FHH i —L 54T K Pk
A KHHEE M, WMTA. Prxll E. NPR1F1SABP3, H
CLIE B H Dy R 32 A B A0 A2 115 (1 1 4% (Lindermayr et
al., 2006; Belenghi et al., 2007; Romero-Puertas et
al., 2007; Tada et al., 2008; Wang et al., 2009; Li et
al., 2013). 124 N1k, O KREFE LR & LS4
G A FE AR AN [R) AR ) A o R b PR A
(Leitner et al., 2009; Lindermayr and Durner, 2009;
Wang et al., 2010; Gupta, 2011; Astier et al., 2012;
Yu et al., 2012; Grof3 et al., 2013; Romero-Puertas
et al., 2013; Trapet et al., 2014; Yu et al., 2014), {H
1v8) R LA R 1P ST E AT 2R G0 A S 4 1) ST SRR 1 S
TR BRI, AT AH F A EAE A 40 i A8 T AT
T3 52 N T A 5 R SR IR 1) AR A 2 i R b B E AT
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Ykt TAREA 2B

1 ARAERTHRENRSTERNBE

4 ff P 0 A 35 £k e 25 P17 (homeostasis ) 2 Hi 41 il P
NOMIMKEE . AL JFRRAS BA S 2 WP AH A0 1) e 7y 3t
7] P sE 1) o A PT LOE IE R LT3 i) — AR S
%842 (nitric oxide synthase-associated, NOA).
% & 15 (polyamine) i J5T H TR R 340 Jit P/ T i
it Ji W i& 1% (nitrate/nitrite reductase) . J&i i L )
nitrite-NOIL JF B R4 SR 1) A R #1385 i 42
DA B Az T ik S8 A A g A v ) i MR A S AN I i B R A
(xanthine oxidoreductase, XOR)# k= ENO, ]
1E i 4MA (apoplast) 1 & JEfE 1L i& £ 7= 42NO (Craw-
ford and Guo, 2005; Yu et al., 2014) (Kl1). H4t,
AW HE FINOXHE YA — 5E i 521 (Crawford and
Guo, 2005; Yu et al., 2014) (K1), {HH8 1=,
NOTEFE VIR P 1B 152 A= P AR A= 4 38 75 5 (Yu
et al., 2014) (K1),

W i 3 23 b H AR GE JE B (S-nitrosoglutathione
reductase, GSNOR1) (Liu et al., 2001)F1fi & it &
M (thioredoxins, TRX) (Benhar et al., 2008; Tada et
al., 2008)/2 £ WAHZE AL il . L IhREAEAN B . 1%
Bt ALY S AR G PR ST (LI et al., 2001;
Feechan et al., 2005; Benhar et al., 2008; Tada et
al., 2008). GSNOR1HKtGSNO (LAfisZ=4y Bt H k)
WFENGSH (BBEH K FMNO. fEfME 4T, 4
WNOKEF =, NOS5GSH4Z & GSNO, GSNO
APENO AU # 2 L 8 M (Liu et al., 2001; Feechan
etal., 2005) (K1), GSNOJE WAL FINOAEIA, T
i FEAL RS A2 FHGSNOTM - JE B HNO AN T . 4f
JiL PN IE i 25 A B 25 ST 67 FH GSNO IR B K 25 I i
eRE vk . Rk, 7E4HBE /B (Mus musculus)
KAFETFH, KL GSNORTIIRERI RAA, HAkN &
A 24 7K P B2 2 32 =i (Liu et al., 2001; Feechan
et al., 2005).

i SEUL R I AAE T AR NI — 4K/
RA12 kDalf b IR 8 H, %8 s R~ s

HRPREE: LA A AEAE YA AT T R B S S BOAE R 131

P AL S W-C-G(P)-P-C 2 55 i i - — B B (1) L 46 [ 8L
K 4E 40 M I AL I8 TR R 2 (Michelet et al.,
2006). L5 SRR B, TRXZ 5 & H 4 AH
Heql, BITRXH 25 W iF B4k g (1935 1% (denitrosylase)
(Benhar et al., 2008). {EIEFIRAE TR, AR EA0H
i1, TRX1-TRXR1 (thioredoxin reductase-1)if ikl
40 5t ¥ caspase-3 2 W AH Fe Ak, PREFAR E 1
BR AR 4k K F-(Benhar et al., 2008). —HA
FasHil#%, TRX2-TRXR2E[/1 5 £k i {4k i caspase-
31 2R Ak, G caspase-3fE M, Mg it
YHHIFET(Benhar et al., 2008). FEAEYI T, CEHE
KT 40 B i I TRX-h5FI TRX-h3 6t 5NPR1 ) 2 1
51k (Tada et al., 2008) (1), TRX-h3% K4l
Jitg A 2H R R RS A, 1T TRX-h53E K] ) 52 973 J5 1 75
Sk, PR (pathogenesis-related)¥t [ 5 415 5
F ik T B TRX-h5F1 TRX-h3[A I} 77 #£ (Tada et al.,
2008).

2 WHEELEEYARTE T PRIER

S, RIGANARIEAL . 40 Ak I8 JFUIR & B ik
%, NO e EL A 328 A0 30 1) 48 g 58 T2 19 7 F (Mannick,
2007; Wang et al., 2010). — i =, B i r=4E
2R 7K (INO FITig B ) 0 A i A0 B BTt M 8 T2 2%
Mo T HE S A R R KN O BT i R I A 31k
D)5 A T 4 0 ) 2807 B A Ay 7 B it e 47 L ) %
KA H AL T2 = M. (Mannick, 2007).

A A A G AR T — AN R B AR A
AR FEF—E @, RIEBNORIRIE. Bk rfL
B EWHEE O AR E A R4 i E A A ],
— LB R A A, T 5 — e R e Tk e
o BEAh, WERHEAL S Le B (e BESE AR T, T AN
FeAl o — e B 1 U RT Re AR A0 MRAE T . BN, FEBHY)
H, N-FJE-D- R &% R % M (N-methyl-D-aspartic
acid receptor, NMDA)FZWCRI (5 5 ), H -3k
T3 fii & ¥ (glyceraldehyde-3-phosphate dehydro-
genase, GAPDH)AHHE:AL 14 in il e i sE T, 1M
NMDASZ 1 S i A4 P 384 o DU) BRI 77 922 32 4k 3
AN B P P 8 T2 FE P2 IS (Lipton, 1993; Hara et
al., 2005). 2 P (g 2k sl A /E F ) 0 A AL #E bR
)7 (£ AT B 2 150 48 i 5 000KS 248 3 3 4 6 SR T4 5 1)
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NR/NINORi& % Lehifhigts. ZHgE. A IAXORBZEM T AMEEE . F4k, A ™ 4 FINOXH Y BAT — & AR
(Crawford and Guo, 2005; Yu et al., 2014). YAV IIE T SNOEMMIE NG . EMEEMET, i INOWKET &,
NOEGSHZE G MGSNO. GSNOJZTEAEILILIFINOMEAA, TEAHEAL 1 SEI2 HGSNOTM - 3E INO E#:/3:. GSNOFIHNO =
R R (B T B E B A I T RE(Liu et al., 2001; Feechan et al., 2005). GSNOR1 i 414 2 H (thioredoxins, TRX)& 2= W fiff
24 8RS . GSNOR I I i J5 A AR AR 7 P4 I GSNOZK - [ # AR 2 I T A B64k . T TRX-hSFITRX-hS 1] B3 AL I 1)
A4k (Tada et al., 2008).

Figure 1 The homeostasis of cellular S-nitrosylation level in plants

The level of S-nitrosylation in plant cells is determined by balance between the production of NO and the capacity of
de-nitrosylation. There are multiple routes for NO production in plants such as NOA1-dependent pathway, NR pathway,
plasma-membrane NR/NiINOR pathway, mitochondrial pathway, polyamines pathway, peroxisome (XOR) pathway and apoplast
pathway. In addition, micro-organisms also contribute to the NO accumulation in plants (Crawford and Guo, 2005; Yu et al.,
2014). Both biotic and abiotic stresses can induce the production of NO. Under stress conditions, NO level is increased in plant
cells and as a results, the GSNO is formed in the presence of GSH; GSNO is a major donor of S-nitrosylation and S-nitrosylation
is mediated by GSNO rather than by NO directly; NO moiety is transferred from GSNO to proteins in frans and thus the protein
functions are altered by this modification (Liu et al., 2001; Feechan et al., 2005). GSNOR1 and thioredoxins (TRX) are two key
enzymes involved in de-nitrosylation. Whereas GSNOR1 achieves the protein de-nitrosylation indirectly through reducing cellular
level of GSNO, TRX (TRX-h3 and TRX-h5) catalyzes de-nitrosylation directly (Tada et al., 2008).

S o

Delledonne%5(1998)7F ( HAR) & B AR A
S LR B, NOS i %4k & (hydrogen per-
oxide, H,0,) H.1F 1% T K E.(Glycine max)=:iF 41 i &
AU 4R B SE T (hypersensitive cell death). &1
i 24 H, NOS5H,0,H F 7 54 i 18 B 4 o 58 1

5 FHLEA SR RN R . fEANR . N KL
TF 2k 2: GSNOR1 Dy g 1 Ak, oAk Py 85 (1 Al
FeAb KT 2 Z s (Liu et al., 2001; Feechan et al.,
2005). /N gsnor! FRAKTE Z BIM W S5, HAk
WAL S BB T % RO I (Liu- et al., 2004),
Vi FEAL AT e 2 5 6 4 BE T 4% o I JLAR )



WEFLRI, A RIS B A 2440 W] BEENO
7P ARIET AL 2 —

2.1 NOBE I THENHHIHO, 5 i KB R HE X
Eg M MR AARIE T

NOjE i F#1% % P 4 (reactive oxygen species, ROS)
R T AR DS T 1 S BCROSHY N, M 1 i il 41 e 5
- AH 040 i BT b IR il R ik A8 A ) 8 (cytosolic
ascorbate peroxidase, cAPX)iffi il if J5iH,0,7% fill 4H
FiL PN FIROS Ko #R I FH,O 40 B ] 5 5 40 % (Nico-
tiana tabacum) BY-2 4 i 1% 7 1% 46 T (pro-
grammed cell death, PCD) (de Pinto et al., 2013).
TEA MR T MR T KA, cAPXB A 24k, i
PESZ 240, AT ASE 28 i Y HL O 3 & 18 I O e 2% 3
HAPIET (de Pinto et al., 2013). #t—F MR E
B, WAL e S8 cAPXiZ £k, Rt HiEdEA
WA I AR (F2) . TINOTH BR71IcPTIO W] AR RcAPX
37 E AL B %R (de Pinto et al., 2013). S5itk4h
# J2, Begara-Morales %% (2014) i Ji itk 7 ¥t 2% B,
GSNO &b # 7] i 5 & (Pisum sativum) APXTE Cys 2%
B ERAETWREAL, AL AT R EAPXIE M, £E
A A I E AT, APXHE IV AH LA ) [F] I
FOE RGN T o AR T IT R @S APXIF T AE B AL
HMMILT Z AR R

Ortega-Galisteo 24 (2012) M\ i 42 44, 47 i 4 v %
E MNP B R B 1, Hoh s REIEJEH0,
)3 Ak S B (catalase), H.iZ 7 1) 1% P 52 0 A 3 AL,
A o AR MBI 7T I A o 8 A S ) A A B A
XA B AE T R SR AT 3 — 2P R T - Lin%§(2012) 18 1T
e R T A R AL A B AT T S i 2 R NOT)
/K #& (Oryza sativa) K A ¥k noe1 (nitric oxide ex-
cess1). N7l iE4E RNOE14mt5 14N it AL & -
NOE 15238 i Fr i H0, & & 71, T H0, 1
e SR I SR O A RO iR i — S A A R A
Z BRI EINO T LA FF ik noe 1 58 45 /& H I 41 B BB T,
FHINO A 1% 1| H 0,175 5 R 4H M 8 1 1 B 22 Y 1 75
K-« fEnoe 15 A A v ik s 26 MV Al FEAH 1) O 2k [
GSNOR1TTH] LAYk K = fEnoe it i I Al B SE T,
K IZH MAE T VT Rt A AR A s ] . il AR E
#3525 5 LC-MSIMS, H i T M noe 1 58 4% 44 o % ¢
HE2A 5T AR &, HAh A FEGAP-DH.

HPRAE: LAH A AEAE VAR AT T R B S S IR 133

TRX K 40 i o3 Hidh i g i AL 0B (Lin et al., 2012).
Hrh GAPDHIAH G M S N . — RBIBF TR T,
GAPDH 7£ ¥ 35 iy 38 A1 8 85 < ¥ (hypersensitive re-
sponse, HR) & 4= 1 %% 14 T %% TV i & { (Romero-
Puertas et al., 2008; Wawer et al., 2010; Zaffagnini
et al., 2013). i Zh¥)4H sz B A8 T 7RIS,
i T NOSHI#E S 2 GAPDH UL IV At LAk, W AH AL
¥IGAPDH 5 B A € (A5 5 Ik I E3iZ 3 1£ #% l Siah1
gt NMEZ . £, GAPDHREW i 212 €
Siah 1 1EH, (k3 % fig A 5% 2 11 AT 42 J14F 24 it 17
T-(Hara et al., 2005).

L F5 7 peroxiredoxin Il E (PrxIl E)Z—fhid &4k
Y EAIE R B, B REE L JEHO,, T A MR Y
HoOL 117K F o PrxIl EFFE AR 340 2 4 i) Hid J5H,0,
MRET. A SEHEFIRIE R, Prxll EXE B A f#F 8
i P AHR £ (ONOO™) I it J1(Romero-Puertas et al.,
2007). ONOO 2 — i I NOFITHR 42 £ BT 1 1) 9 4
1 WEALEE S+, BT DLd@ kAN v LS R 4k (nitration)
28 A PRI FL M SR B E I fe . PrxIl EFEAHEAL
i 7 HONOO™ W fif #53d ME, 1& B ONOO 7K - . 2
EA R E A WEEAKTE T (B2). s,
ONOO 7[5 S41 i 1 (Bonfoco et al., 1995), {H7E
Y N ANRE 55 S 41 i 5L T (Romero- Puertas et al.,
2007). Begara-Morales %5 (2014) ) J5i 1% 7 #7135 B,
ONOO i i E Tyr M Tyr™® WA LB 5k b 3
A5 & APXIT # i FC 36, AR Rk — P Sz B o0t
YH I FE TR R8N

2.2 NOEI T HELHIHIHO.& Ak 8 <EgS1F
EARaTE T

ST fr P2 e — 4% 15 W i (NADPH) %2 /L. (NADPH
oxidases )X Y4 g H ROS I 7= A e % S da A
NADPH S0 B & — AN AAE T 4 M i b () g 2 A 1,
1617 3 41 B (AtRBOHA-AtRBOHF) . NADPH# L,
fify 3 1 41 B P NADPHIS 36 85 o T & 4> 480
AR T, RS T IE 2D RN 7 AR HL 0,8,
ROS. Hfrff 7t m], NOR it W A4 3£ /ENADPH4
1k il 52 A 4R b ) AtRBOHD IV 3 6 Sz 45 410 ) 4 B
HoOL /188 77, AT I 21 B AR 4H i A HL O 1 75 5 2 417
Hlgm it EEAETS B H I (Yun et al., 2011). #4244
R, 5 IFCol-0M t, &= 4ANOK)
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(A) NOE ik A A0 HN 1 H2 O 73 S 3 Jir AH DS B e i N ik S AR B HL0,, MR AL T . cAPXRZ WS L L A, #1
AL 5 IV P SZ B3 o 59— J7 TH W AE 20 AT S B CAPX Iz 2= Ak, s a8 AR I B, AT AE 20 i P HLO0 & S 3G I, B
K GEANFLT(de Pinto et al., 2013). (B) NOMH T Il i 54k 5 - NADPH 4 AL & & 7 1 ARBOHD I JE 1) Cys®* 47 = ifiifl H:
B H2011BE 77, AT PR AT AL AR HoOo 1) 2 5 A 3 41 a3 BE FE T2 (Yun et al., 2011). (C) NO@ Al FE AL T E A R IEEFPrxI E
) Cys ™ 301 T JF Ho O B it WU A 1% £ (ONOONAREE B /7o 1 3 i 6 35t A5 ] 306 b it 24k (nitration ) 44 42 2 7k 225 17 o 48 28 9 O
Tikg, Prxll EE 9 5 B A B RS 224 A T §8 (Romero-Puertas et al., 2007). (D) GSNOR1E A 1E A IEWFER T2 557 1 AL %
SIMIAET: . BRETT E AR A T SR A RBIEE TR T, EARE SR N 2T ERNSHIGSNOR I g Hi 2k 52 AR ik par2- 13t
.. ROSEME M4 I GSNORT1E A & =R, 1M RNSIHFFKGSNOR & A& ERIZS . GSNORIER TROSIH T iifZ S5kk
B H BRS04 58T (Chen et al., 2009).

Figure 2 Regulation of cell death by S-nitrosylation in plants

(A) NO promotes cell death through increasing the accumulation of H.O, excessively by inhibiting H.O, detoxifying enzymes.
cAPX is a target of S-nitrosylation and its enzyme activity is severely inhibited by S-nitrosylation. In addition, S-nitrosylation of
cAPX results in its ubiquitination and degradation by proteasome and thus leads to the cell death by over-accumulation of H,O,
(de Pinto et al., 2013)_ (B) NO can feedback inhibit H.O, production through S-nitrosylation of Cys®*® of AtRBOHD, a subunit of
NADPH oxidase on the plasmamembrane, and as a result, excessive accumulation of H,O, is relieved and cell death is alleviated
(Yun et al., 2011). (C) NO inhibits H20, reduction and ONOO™ detoxification of PrxIl E through S-nitrosylation at Cys'*'. ONOO"
can irreversibly alter protein functions through nitration. Prxll E is an enzyme that can prevent proteins from nitration (Ro-
mero-Puertas et al., 2007). (D) GSNOR1 functions as a positive regulator that participates in the cell death induced by paraquat.
Application of herbicide paraquat can kill the wild type Arabidopsis Col-0 but not par2-1, a missense mutant of GSNOR1. ROS
has an effect in increasing the level of GSNOR1, whereas RSN has the opposite effect. GSNOR1 participates paraquat-induced
cell death downstream of ROS (Chen et al., 2009).



KA Anox1 (He et al., 2004)F1GSNOR1 i) T E Bk 2k
5 A A& gsnor1-3 1F & 4= RPM1-AvrB 5 RPS4-Avr-
RPS41% FETI (effector-triggered immunity)if, F
A PR 2R G v 7K T 1) I i 5k 4k 35 2L (S-nitrosothiol,
SNO), {HHiW M55 7= A 1 K i (salicylic acid,
SA)HIH HISAZKFHI B FEK(Yun et al., 2011). 7EK
4= RPM1-AvrB i, RPS4-AvrRPS4 i 5 1) ETI I |
gsnor1-358 4244 LA Iz gsnor1-3/sid2 X 58 4% {4 [ - F
L A T B H B SR HR, 1X 5 GSNOR1 /R
SOHE B R PR & 1 45 R — B (Rustérucci et al.,
2007). fH/%, HRTEIL K iE GSNORTH R AL fh atgs-
nor1-1 18 # Hh 1 & Az T 452 BT A= AL R S 28 IR 5 R A
(Yun et al.,, 2011). iX—#5 5 5Rustérucci®(2007)
OB 45 M s, AR B, TE R R S S HR
TERFE I GSNOR 13t 32 1 1% B PR bk 5 v 5 By A Y
H5E, H3E £ GSNORT J Uik Z H 1 438 5 25 3 15
#(Rustérucci et al., 2007). H1FSID2/ICS1i3&
J590% [ H i Ji 181 75 3 & B SA (Wildermuth et al.,
2001), ULBHEA A SARIENL T, SNOW] BAE3E
JR AR G5B N . HESNOM = B T,
NO T 3d i 71 5 7t B B ol 50 e 2 3 — 2B il . 1%
7R R 1 A E i A 2 AL NADPH S AL Bl 52 & 1
(I AtRBOHDIY 529 ff . AtRBOHDZ (1 f11Cys®® &
DR A L VAP SRR ANl { I A Tl A
AtRBOHD & [ ROSHIRE /) 2k . AR HE, RAZ LT
il 36 46 1 SEA7 AT ek 559 SNO X AtRBOHD §iF 14 114 4111
i, AT 38 5 ROS 7L 4H M A AR R DL R 4 B S T K
PRI SRBE (1812) . % Cys®fE A A1 S I (INADPHE L
il o GRS IR T A SR AL, B ML T AR S
58 3 P G e I BE, H X LRI 5L 35 K mNO 5
S RIET R THLE. PLEE I S35 et
T4 AL . R E I SNOFEAS [A) 4 24438 By vh 5 S 48
JAZET(Liu et al., 2004), {H &K EHSNOW AT LU
I PR SEEAGR 4H BB SE T (R T-(Matthews et al., 1996)
FlicaspaseE LA 4 i 5L T (Mannick et al., 1999).

2.3 TFfl#kMetacaspase 9 (AtMCO)FTgEEAH
NI 4mARE T-ROTh AR

L F S Metacaspase 9 (AtMCO)F] i 44 2 7 At ek ()
AR . AtMCO P Al JE Ak 410 1) 3 B R0 T (M 5Ll
o R B P B ) S LR K RS . (HR T

HPRAE: LAH A AEAE VAR AT T R B S N IR 135

0 TR A AEMCO 2K 25 17 56 I A 355 1 SRR ) 2 B
g, & M A P2 6 4= 46 I 3% (Belenghi et al.,
2007). ULHETAtMCOTEAN AL 1 (1) Th e AR A5 2IHIE S,
H I THURIF 70 A1 3 oA 8 57 WA 340 5 g B A8 T 2 TE]
KA. Kim&E(2013)45 5 i a8 e JE R ik 2 1 B il A
FE R YL ER 6 7R B ML (Capsaicam annuum) CaMCOYE
I8 JEU R S 4R AR T R ke A RS E A . EE
it A i 5 AT 4100 o) 1R 4 L B8 T 1) Tl e A AT AR 3 —
W 7t . Belenghi %% (2007) ) F 55 % 81, L E§ IF
AtMCO 1) V. i A4 wT k] e B Fom T K H B g
PEo BT 4 A F Ak 1 7 2U7E BT Metacapasez -
FEAR ST, R AT DL 3 T MCO 1 I Al 56 Ak 1R T f 410 |
FH 7 5 TR 75 S (R 40 AT T

2.4 NOZEHIHIEREIE TP HER

DA BB R, R NOA T A HE L B
TR BESE T RIfEH . Chen%:(2009)HF 7R B, NO
1E $0UFE I A ) Bt BT 4n B AR T AR . BRSO
GSNOR1ZRA fRparaquat resistant2-1 (par2-1)E.$i
¥ ¥ 5] 1 kL (Paraquat) i 5 FO 41 iR S8 T 4R 14 (Chen
et al., 2009) (¥12). JLIUHT TR Y], GSNOR1E H1E
NIEWIERE T 2 5 BB | AL S S 4 AT
ROS E. 1 in 4 il 5 GSNOR1 & [ /K F K %R, RNS
(reactive nitrogen species) ] B [%{£ GSNOR1 % H
KPS . GSNORMMEH T ROSHI i, Z5FR%L
A E B S AR AE T (B2). EAR LI 5T I R4
N GSNORTHRAL 3| L 4T B Ak 75 5 1) 40 B SE T2 2
LA FE S B, AR A S 5 E A 4 AT T
Hh L OCBRE A FH 0 A B A i B B 1, (A FU R A,
53 rb s DUAR AL, AR £E 0 P P A 1 A7 B (X
%243 #(compartmentalization)) & i & A [, NO#EH
{40 f AL T AN BT A R AE T 1 4E H (Chen et al., 2009).

3 IRENEEYImRNTIER

FL#E20004E, KlessigZs(2000)iFE BINO ] £ 5 PR-1
(pathogenesis-related-1)F& K 1] 175 5 32 1A LA [ SIPK/
MPK®6 (SA-inducible protein kinase/mitogen-activa-
ted protein kinases 6)1)i#iE . PR-1HK R IA 1175 F4K
#iT-cGMP (Klessig et al., 2000). fi§Z ¥ (lipopolysa-
ccharides, LPS)/2 & =% [X Fa 1t 4H 1 40 i 35 1 14 1 7,
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& T AE W0 TR B AH 5K 3 1 72 20 (microbe/pathogen-
associated molecular patterns, MAMPE(PAMP). 1t
AR, LPSH RIS 75 S48 T-NOA1 (nitric oxide
associated 1)HJNOK & 4= (NORE A ) F- A1 FEHT I AH
RIENIIRIE . noat FRALVRIE 240 123 T & Bk HUK,
YHINOZ 51 (1B 1 [ . (Zeidler et al., 2004).
I JUAE R 5T 2 B, NOHE I S Al B A0 A& B s AH 5%
IR 72 5400 [N

3.1 THENBEEHSALSEREEIER N

SAZi & HH3 (SABP3)E — M4k EH, &F M
THEL R o B8 45 ok, e TR i, Dl
KM IS ESA. bR T AT LAAE & SA, B B A TR T
fitg i 4 (carbonic anhydrase (CA) activity) & #1581k
T o AENR B A T ER CART DL Pto-AvrPto s 5
FIHR N B 37k [ b7 (Slaymaker et al., 2002). NO
" LL7ECys® Bk 3 W AL K B IR 4 & E A3
(salicylic acid-binding protein 3, AtSABP3). At-
SABP3 ) ML fiFf 2 4k AT LA 1) e 55 SAR 45 5 & HCA
TETE . TCATEYE R MM LTI L F . Bk,
TiF A 41 1| AtSABP 3Ttk iR I 1 1 3 12, £E 471 1) Jse 1t
W A P R Bk A B 2LE H (Wang et al.,
2009).

3.2 GSNOR1#EIMFER M HBIEA

R I 2k 2 GSNOR Dy fig v 5 #5041 g 1 SNO A 25
A WA LAk K SF- T s (Feechan et al., 2005). % 5 i
RYHE L R RKY, gsnort-373 45 4k v o % K (R
gene) 5 % B T 4 T 1 X} Pseudonomas  syringae
DC3000 (avrRps4zkavrB)f4i 14 (effector-triggered
immunity, ETI). X} P. syringae DC3000 X Hyaloper-
onospora parasitica isolate Noco2/Filt ff) JEAti i 11
(basal resistance&tPAMP-triggered immunity, PTI)
DA R XF /N3 K397 1# (wheat powdery mildew path-
ogen) (Blumeria graminis f. sp. Tritici, Bgt)i{) 33 &
Hit (non-host resistance)¥) &% T F&; it KiLAt-
GSNOR1[{J¥k & %t P. syringae DC3000 X H. para-
sitica isolate Noco2/)sFf ] JEfiti 47 4 1t 5% (Feechan
etal., 2005). 17 /2, F97FGSNORT [ L% F: K]
¥k &% H. parasitica isolate Noco2 [t 3l i 1 o,
B %} P. syringae DC3000 [ 3 fith 71 M 6 & 3 2% B

(Rustérucci et al., 2007). Z %3k 15347014 (systemic
acquired resistance, SAR)J& G 7 IR 18 (66 9 77
F I PR U T 51 AR HR R SE 199 B )= 4 15 5 1
Uik [ L, SARRE 2 HE = R SR AN 5995 J5 8 - IR 1R
PP (Ryals et al., 1996). 4 #5458 & A
avrRPM1 ] P. syringae ES432641 1 i k12 4Ll ¥
TFi5 S SAR, 48/NJETE LI RS iR H. para-
sitica isolate Noco2 ULk ISAR. 45 & GSNOR1
S LR bk R I SARIE 5, 1 i 21X AtGSNOR1
(1% 3 R Pk % SAR NI F# X (Rustérucci et al., 2007).
LT I Bt i 25 (K] RPP44 15 () B 1 0T 18 1) 76 2% 905 B
(H. arabidopsidis) Emwa 1Ttk 38 5 H itk .
ZHUE IR S T SA, RPPAA S HTIE(ESAS FLR
Ak sid2H i 2k . R atgsnor-3/sid2 W 5 A 1k 5
SId2R AR —FE Bk Z SAI & B, (HIZWTRAL AR &
X Emwa 1B BRI B sid 298 A8 R ik 2 0 5 15 . 55
TEEF A R R 8 — 8, Emwa T W K (£ atgsnor1-3/
SId2XRAL R ANRE 78 il H AR 7% A, Ui B B T-SNO
K38 TS 00 20 R B0 T 7 R = SA K FAH S B 1
MBI T 2 LS Emwa /N 42 44 (Yun et al.,
2011).

gsnor1-3%fP. syringae DC3000 /X H. parasitica
isolate Noco2 [#] 2 fifi $it P ¥ fik (Feechan et al.,
2005), 1M GSNOR1 Jx S % HE R ¥k & M X} H. para-
sitica isolate Noco2 [ 2 fiili i P4 3 5% (Rustérucci et
al., 2007). it ik GSNOR1HERE K bk 5 45 B AE W
TR 2 18] IESFAH S =28 B FH RO A s AN R, (6 25 16
W58 4 —5, AR EHR SR ? TR, FRAT
WARR T PN 78 T1= G S 56 R 40 /e I AR AR K
I A [R] 7T e 5 BOBUR AN A R 25 Ak, A re R RR
GSNOR1i% M B# {2 (knock out vs knock down)
AN [EDA UL R T B M B AN RN R AT R o [R]— A AT
/NH (Loake/NH ) () 45 SR K B TIR-NBS-LRRZEH1H
X RPS4 . CC-NBS- LRREH UKL K RPM1/ 1)
XoF 485 77 AH . TG B ik DR A8 B /N M 14 £E gsnor 1-3
¥J3¥2 %% (Feechan et al., 2005); fiRPP44 5%} H.
arabidopsidis isolate Emwa1/[¥] 1% M £ atgsnor1-3
R se 4k, HAEatgsnor-3/sid 23 5848 14 i i)
UM AL sid2vp B E 158 . 4k, gsnor1-3%t 75 5
HHRELH A S U RIS RE BT R R BB AR 58
AT, gsnor1-3%H. parasitica isolate Noco2/t]



FRlHMEPEIL(Feechan et al., 2005), {HXfRPP44>
SfIH. arabidopsidis isolate Emwa1#i 14 | 6 B &
AR . DA 2 S B, SNORHUR M i s mi 4E 5 = 2,
DR e A P SNO /K iR I 2 G T v RO S 28 L 3 it
TR 2 7 485 117 2008 B OIC RE BE R DA K BT R REL PR P A48
Az ORI B A K 1 30 58 2% A1 5 AN [R] 32 %o Bt 45 2R
RN AS A o B T iR GSNORALE LI S 5 H (1
H, gi— U E R ERMER, FEREZLIF2M0

i

(1) GSNOR1/K-F- X UL I 744 A SA S SIS
SA K SAG 4 F LA Bz PR3 [R5 Ji 14 1% e it 15 5
KL fEgsnor-37 i T [#(Feechan et al., 2005).
gsnor1-3 9 HR (19 i1 Jill K Bt Js 1 38 5 A 4t T SA
(Yun et al, 2011). TPR1IEHE7EGSNOR1 Jx X i 5
BRIk 2 P U3 4 2555, SARE GSNORT [ Ui R R #k
Z b 3 1 55 (Rustérucci et al., 2007). GSN-
OR1 = X % H& IR ¥k Z A HROIN il B 470 14 1 56 (£ 45
SAR)E 3 (KA T SAI AR AEM 2 . % T SARK# T
SA, HHILHEWT, SARIKF-TEGSNORT I S %% & [l #k
RPEATREE LI . R SARIKFEGSNORT
SRR Z o BRI, N4 fEgsnort-3 &
R ? AT HE AR R L GSNOR1 K - PR AR FE A
[0 400 e T A A SAFR 28 B[RO R. o BEAT) I el 25
XA 1) J A 75 5F GSNORT Jx UL B ik R AT SAT
HIGE

(2) gsnor1-35 AR AN [R] 9 Ji B Bt 14 22 7 1) i
W HEAERMLE, R4 gsnort-3%t RIE A 511
MEPEMRERN N SR EFHEA REER? N
ft2 gsnor-3 % 7 85 B 1 FE A 3 S B X RIE [
AT R B DU G R R 2 4 S SNOSKT 7 B 1A
HAA T SAR I RS, N 4 gsnort-3% 76 %
PR SR PR BRPTIRE 2% 2

3.3 NPRISTGATHIMEMNX SHFEERXHR

NPR1/Z SA/ T I & Gi bt 1 o 4% B #H ¢ B R 3%
BRI N T(Yan and Dong, 2014). NPR1#] L&
IR A N A ALE RS 12 A (Mou et al., 2003).

FEATE 5290 5 B AR Qe AR v, NPRA DU i 45048
I U RRURR ) B T R DR A ) TR A A T A
#1(Mou et al., 2003). — H# 295 J5 16 (42 e, 2
YN U AS 5 7 T SAK T, EALIEFARES K
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AR, FEINPRASERE DT 0 ZEE R, M
MR NPRYELR . B AINPR T E R M 4H i )i
32 2 20 M A% I VR 4% U A DG R R 1) K3k (Mou et
al., 2003). NPR1%E [ [1Cys®* MICys?'*5k F: 36} & Al
SRR OCHE, S AR R A T BINPRY 44K
B, NPRARFEE: 58 A T 4% 1 DA RAE A i S5 i 1=
G PRI R P AH O R R KR 2L 1 3805 (Mou et al.,
2003). FRAERT T BT Fo 45 R, NPR1Z
VB AL (B AR 1, 0 5 A B AL R E £ #E Cys™™°
. Cys™IM iR Ak AT FIFNPRUE i B R ik . i
o 61 i £E npr1 58 A2 A1 5% il % 14 35S::NPR1-GFP
1 35S:NPR1°™A.GFP iF B Cys®™™* % 45 W] & %
NPRA1 FL A 7K S 138 i LA S NPR1 28 [ RF 45 52 A T 1%
i(Tada et al., 2008). SAiF T HINPR H 5 5 4 [ #
PG AX S i 20 T B 45U B T TRX-h5 R TRX-h3 44
TR5E RS TRX-h3MIFRIA A ALK, 1 TRX-h5N]
2R EIE SR . TRX-h5 4 TRX-h3/E{LNPR1
FNTE SRR ) B R, (DB ] BHLE AR AL e 2 5
f&(Tada et al., 2008). SA%E G4 KINOR] [&HH{F
NPRAE A Z: AL, A F T NPR1 52 546 LB 1k
NPR1FIFER . NPRAA S HIPU HEAE TRX-h5H A%
AR &K (Tada et al., 2008). {EM LS4, NOH LA
[ A ENF-kBIFE i tE . EIEH &4 T, Bid S
IkB (inhibitory kB)%% &, NF-kB#{ {4 B fE4H I i . 24
NF-kBIEA ML EERT, IkKBHEIKK (kB kinase)i# iR 1t
Tz Em OB RGP KBRS, B AW
NF-kB{# M A1 5 32 S 40MO A%, M0 T i 2 A
[ 3 . NOE I M0 A J2 A0 IKKAm ) FC i RR AL 3 1, AN
1M P 1E 1B P fi# S 30 HE 3 7% NF-kB & 12 1 20 B
(Marshall et al., 2004; Reynaert et al., 2004), iX 5
NPRA A B A Ji5 T R 55 5 A DT BEL L JFG i3k N 48
AZARACL, Tk 30 Jo 4 e 3 T Y 1 % S TR s L 2 B
VIR G 9% SN ) AL [R)REAE (Tada et al., 2008).
TGA R -t 2 ) 5 G0 3845 B3 1 s S 72
) SSBR  R 7 NPR1 LR T S0 5 I8 S A TGA
e, e BETGA1 5 B fEAH 5¢ 5 58 31 X 30
P45 7 %) (activation sequence-1, as-1)45 4 (Linder-
mayr et al., 2010). TGATH 2 WAL R A, H
Cys” FICys®® BE W] i 7 A R4k, th ] e 73 e H ik £k
(S-glutathionylation) (Lindermayr et al., 2010). 7&
NPRAZEZERI ZAF R, GSNOAL /] LARAH TGAT 4. 5%
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A T B DAKE 5 H 45 Hras-1 i . HTada
2:(2008) 4 18 (1) 45 AH %, LindermayrZs(2010) & HL
NOF] LA2 #ENPR1 G 5T i N4l it . tR¥ETada
£5(2008) e, A AL FINPR LLSE R AR 1% X
FAET YR, fESATFIERI%4F T, SATFE S M
TRX-h5 J2 1 il 8 3% 3 1) TRX-h344 NPR1 2% 1 il
b, A N2 TR T Bk . NPRA LA [ T 20
HEN A, (R TGA1 S PR AH K IR Y )5 3 7 45
A, MM JESPUmAH IR R ik . TfiLindermayrsé
(2010) [ L 45 R B, GSNOH] % FNPR1 M 41 i
BBt N 4Z, 1 HGSNO ] 4 5 NPR1 {2 3 TGA1
4h#as-1116E /7. Lindermayrs(2010) (1 i fe 2,
TEEA A S INPRA 2 A0 AT DUE AR 2 SR 3
AT —AN P38, NPR1 & DU R s iz £ %04 . H
F GSNO 1J #4 55 NPR1 {2 i3 TGA1 45 & as-1 1 fig

TR AT RENPRAZE #EANAZ HH 5 3 38T A B4k, BRI AH
F Ak FINPRA 7] 5 7 i 2 44 1) TGAT H B 5 (1) 25 &
as-1HIRE T, AN A3 0 B s A DG 25k [RT ) e 7038 3
Lindermayr&s(2010) 1) 575 — M# B2, NOH i FSA
4, GSNOWE FNPR1 A% F I & il i SAsKL
LAY o EIX R AR 208 T — 2 IE 9T T FH B AR R 7 v
ANF AT S 80 2 51 . Tada%s(2008) 2 i85 UL FEL 4 15
H 2510 SARE TS T B A BT Serh G LRI R IA 1) 35S
NPR1-GFP M 40 A 5t 32 N 40 i #%, 1 AS g 15 3 gsn-
or1-35A48 {475 5t h35S:NPR 1A GFP M\ 41 1 J5
N4t . TfiLindermayr&$(2010) U2 i i FHGSNO
A P 3T 22 A NPR1-GF P ) 7 A= 74 40 5 7 J5 AR Ji 1A 15
MR, EHIN, SMEHGSNOANH JF AR A4 i 258
J2 W IR (1, 6T A Ak 3 T A 1 S 7] IV £9H 350 457 14D 52 Tl
(LA B AL BRI AR AS ) AR X 24— . Tfigsnor-
3574 GSNOR 13 12 i il 2K Xof 4 . pAy IV il 255 4k, 1
SR I RS R 20 DU 35 A0, R 240 B A A [) 7. 24
J A 1 5 i X — 1, B 52 5 GSNOR1 1)
AR E AR 5% o R, AN I NO FEAS B 58 A R UL
YDA AT 8 3 () s AR FOIR 2 o 0 FH 2R A8 A HF 78 )
ST B S A R . % DL R BN AR 1 2SR A
W, NPRAZERE AL LG 51 50 /2 LRI 2 51 5%
IR AAEHTGA1E SIPRER WKL, 86 FF
BE— bR, A i R DL b 2 S 0 SR R AT il — 2D
BiE . TGATE AL 40 5T Hh w8 A B4R J5 3 N 20 P A%
WA AN M AZ P R A AN TS 2. 53 4h, TGA1

w11 Cys® O Cys ik 7T ¢ I 9 3 i FBl (¥) GSNO I i
A, ] gk U VS ) GSNO % it H Ik 1k
(Lindermayr et al., 2010). GSNO &l it i it F AL ik
JE I I A EH AR B o B T A AT LM TGAT 45
Hras- 1o A Rk — DA AIX 7)o 1A, NPR1EZ TS
52 25 I H KA T B 1S 5T

34 ZEUHEXBANIMECSHETHRS
BRXER

EYH, ORI A IE I 4 2 2 A- 1 E A
AR UL R AL s A2 T A Al B 0 O e e AR A
F2£(Reynaert et al., 2004; Hara et al., 2005; Sen et
al.,, 2008; Nakamura et al.,, 2010; Feng et al.,
2013). ITIAFEEY R R, 2R FHEA
IK AR S 5 YR A ) S (Truijillo and Shirasu, 2010)
PL K H,0,% S 4 fE 48 T2 (Vannini et al., 2012).

CDC48 (Cell Division Cycle Protein 48)aFkp97ak
VCP (Vasolin-Containing Protein)/& AAA" ATPase
B K R A 2 — . CDCA48% H 24 ATPase%: 4 15(D1
F1D2), D1RID245 # 3t 2 5 45 & 5K AEATP 24
Walker[X 411 %8570 T HAEEREL, FIFHATPK
fife = A I e B R R A IR R, A A AT
HF T 5 A B K 1 % % ) e (Elsasser and Finley,
2005; Baek et al., 2013). CDC48Z ki iz ZE M
Feffm e Az Ot . B3N, K5 —R5|H
M AR, CLFEAEM A R . ERAROC I IR i
1% (endoplasmic reticulum (ER)-associated degra-
dation pathway, ERAD). %% MLHIiz%i. 40
MO T DA K EH 2% (Meyer et al., 2012). T AR 5T
i 7~ UL 7 7T CDC48 1] 5 TMV Jii 2 1 iz 3l ' [
(movement protein, MP)H.{E, f#MPMEREL K&
(inclusion body)H R 5 1 24 i 57 H 472 i3F 4 A (Niehl
etal., 2012). il FiLAAICDCAS LMK T HIiEh, i
B CDCA48:d i 15 MP M\ ER ¥ iz i 15 Hh i B th [ T4t
H5HE Eh &SR T8 8 . CDC48HIATPEGE P
JE FEEMP T T 1), CDCA8YEREHEE -1 (crypto-
gein-1)175 5 I 5 410 i A A IR IV fird 4 (Asstier et
al., 2012). JOAHIAGAT b e AL E S SATPE & )

75 5 R A Y AR Ak (1) D2 45 ¥ 45 i Walker AX H
Cys®?®. CDC48 Cys I W F: Ak 401 H1 1% iy (¥ AT Pl
WP, W7 T NOW i I A B4 CDCA8 4 | FLATP
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(aYay

4 LERIB

A SIRF S A AL BIE TR AT R R NO T 2 A 20
HETZ R PUI SR B FIATLAR AT 32 R 21 7 — B JE U
BT AT TNOH Hy i AW 7T A4 S LA 34k
S REPIL MRS, AP Ia D BEABEEN
W AH AL R HE B L LD RE 2 AN REAL % . B4R
NO I FZ 1 Y B (14 52 B i T - 22 N2 NOFE 5L [ B
I SERERE RS, W T A F BTRNSAE SR K
KL RS AR BN A I 20 A L ASAIRIL AR 25 58 B
Z 2 WA I 2 5 PR R I E . DAEX
Z BT T E AR B A OF AR AR N IENO A B2k 2
SAF N SE Y, TR R AN O A
BT AR EETAMENOLE, 2% T NOfE
SRR PR RS, AN S
AT A R PR X 2 B R 1 T A PR FEENO P i2 1,
A AT REAG B A AL L U 4518 . DRSS 5E i
PRI 3 A A IR 25 T S A 2 AL PR 48 H 3 AR AL
SRR S AR R BRE R A 2 A 5 52 T i e I 2 B L
PIANTT T BEFE I G PE IR B R R . B R B HES &
TBURH €8 - H 3R 5T 3 LA A R 2R AR 2 AR 2 PR 55
T 2R A A 6 R 5 R (1 S ST R RS BE RE A HE 3t
$5E S5 I AR 9 A7 R HER S BRNOFEAE )
Pe s U A E I (EEIA N SE, 2014). NOAMHEBETEAH
SAEE, WA DA BEH A — 2 A B R
B, DAL, o] I 2 A AN B H BRAL T R — SR g
VR8N 0 SRR AIE « Bh 214 LU e B[R]  #2 0E — 7
Py Rt R AL ORI U5 171 22— NOBIAERS 71k
goE T AT SR EAFRMER AR S S REED B
AP, EFNORT A KR. oM. EK
AR R R DA RIS AR A E . B
HUFFHIERA, NOLH & s i HAR Bt 4 B 48
7, T NOS AN Rl Pz AT ) R 42 R 45 th 1 R
KT R S, SRR
A AL-H AR A R AR DR BRI AL & AR T IR A T
Rtz iz. ey &I, CDCA8IfH
SRR A H R 32 A A AR, (HIER W
Vil Bt T I 52 U AL R A ARG - %5 5E 2 5 PR
S H. 52 VA A R 4 O B A 25 B R AL o A th s

HRAE: LAH A AEAE VAR AT T BB S N IR RT 139

SRR I T 12— NOI I SR AE 7 245 1) T
RN CARH L, EEMY TR IRA N, K
NO T 7T AR I B 500 A A 40 o ol 122 900
SRATE FE A 25 H A
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The Roles of Protein S-nitrosylation in Plant Cell Death
and Disease Resistance

Zhen Liu, Xia Liu, Jianzhong Liu’
College of Chemistry and Life Sciences, Zhejiang Normal University, Jinhua 321004, China

Abstract S-nitrosylation, a newly identified cGMP-independent nitric oxide (NO) signaling pathway, is a post-
translational modification in which NO moiety is covalently attached to the cysteine thiol group of a target protein, thereby
leading to functional changes of modified proteins. Here, we review the recent progress in understanding the roles of
S-nitrosylation in plant cell death and disease resistance, two closely interconnected biological processes. We summarize
how NO promotes or inhibits cell death and disease resistance though S-nitrosylation of key proteins that participate in
certain biological processes. We also give our comments on the inconsistent results regarding the role of S-nitrosylation in
cell death and disease resistance from different groups. From the most recent progress made in animal systems, we
provide perspectives for plant biologists in this field.

Key words cell death, disease resistance, nitric oxide, S-nitrosogluta thionereductase (GSNOR1), S-nitrosylation
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