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rhT R fe&EfA S ¢ ok 150 (Oryza sativa L. cv. Taichung Native 1, TN1)
AHR R (-) ke R ARGl REYREES T LY (0) ke
Fokon T AL VRS BT B e A PAL B L2 B

BEABIMTAELE D IR P E PR YEB S RTAAIY c LS ET
PRLRILTE PORfRR TR IR~ B EricE o 2 BERE C REL e
E oo i RRIEs TEMORAES T E Y B FieE ¥R 2 E - 2% 3,3-diamino -

benzidine % ¢ L& 1 F 447503 > A Fr g FRP T E T E41 HO, Ak o
Eadrkfesed s PESEY ABA 2R FRMHBELAIIT LG BF
AR R RIE T F IR fEA Y E LA #» » 4.t non—protein thiols~ cysteine (Cys)
22 reduced A];¢ glutathione (GSH) 2 gf&_ ~ B3 '% 14 ascorbate peroxidase (APX) ~
glutathione reductase (GR) » catalase (CAfT 2_E MG R AR R H 4r superoxide
dismutase (SOD) # ;é,%;.,:g-%g %E'r a,»r*_v }\f wERisH 4R T L
?b4e GSH ~ Cys BJZ ¥ *% Makan % 4ier & iﬁ,iiﬁ.i T oo RBREE TP AL
kA% g d A4y 4 (cysteine ¥ glutathione) 7 £ £ 4wi it ¥ % (APX-~GR -
CAT) Fiz2 i » Ed 8543 2 v it RY] -

AR EFESTH - 2 E Y NHS 7 2 phenylalanine ammonia—
IW%PM)”%ﬁ%“’ﬁ%%iﬁ&ﬂﬁﬁ’%%T4ﬁDM%@ﬁ%%%
NH," z ¢ PAL &4 o & 30C 2% ™ (non-HS) &7 H,0, (0.5 mM)
2 GSH (1 mM) # g2 7 ' 457 # NHy R g PAL Va2 4e o &
HS J&m™ EJd2 GSH & = #r4|4 buthionine sulfoxinine ¥* NADPH oxidase &
#%%@dWMﬂme?ﬂﬁéNHf%ﬁﬁ?Wﬂbhéﬂiﬁﬁoé;onHS#

£ 14

T 5 ¢h4r ascorbate % H & & Zg4 galactono-1,4-lactone ¥ 5 (4T E NH,'

T8 PAL LA M2 4 o



MAES kAR~ 4~ BF Bk - s




He g R

In this thesis, rice (Oryza sativa L. cv. Taichung Native 1, TN1) seedlings were
cultivated hydroponically in green house and were used to study Cd toxicity of rice
seedlings under sulfur deficienct conditions. Also included this thesis is the effect of
heat shock on Cd-induced accumulation of ammonium ion and increase specific
activity in leaves of rice seedlings.

Length, dry weight and fresh weight of; shoqt and the contents of chlorophyll and
protein content were reduced under sulfur—deficient conditions. Moreover, sulfur—
deficient treatment resulted in accumulaiiéﬁbf.Hzoz in roots and leaves. However,
sulfur deficiency had no effect on.abscisic ééid content;Sulfur containing compounds,
such as non-protein thiols, cysteine aﬁd glutéthione, were reduced in leaves of rice
seedlings grown under sulfur—deficient conditions. Sulfur—deficient seedlings had lower
activity of APX, GR and CAT, but higher activity of SOD than sulfur-sufficient
seedlings. Exogenous application of glutathione, cysteine to sulfur—deficient rice
seedlings reduced cadmium toxicity of rice seedlings. Results suggest that decrease in
the contents of cysteine and glutathione and activities of APX, GR and CAT is the

possible reasons of increase in cadmium toxicity in of rice seedlings under sulfur

deficient conditions.
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Cd treatment resulted in an accumulation of NH," and increase in PAL activity in
leaves of rice seedlings. Rice seedlings were pretreated with heat shock (HS, 45°C, dark)
at the time when the third leaves were fully expanded and then treated with CdCl,. The
results indicated that CdCl, induced NH," accumulation and increased PAL activities in
leaves of rice seedlings. HS pretreatment decreased Cd—induced NH4* accumulation and
PAL specific activity. H,O, (0.5 mM) and GSH (1 mM) pretreatments under non-HS
conditions also had the same effects as HS pretreatment. Pretreatments with GSH
inhibitor, buthionine sulfoxinine, or NADPH ox_idase inhibitor, imidazole, under HS
condition resulted in enhancing Cd—inducgd N_H_4+ accumulation and PAL specific
activity. Under non-HS condition, pretrea-t%éh'ts with as_corbate and its precursor

galactono-1,4-lactone reduced Cd-induced NH4" accumulation and decrease PAL

specific activity.

Key words : rice, cadmium, sulfur deficiency, heat shock, NH,"
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W1 TNL k4ot
B E (O aB o

B2, TNL -Kfes o s mrdgL

(B) = %
B 3. TNL kfe®a#f/d (—S) #%- #E5F HO, 78 (AB) 7
B850 e, 28

;W HO, 78 (C) 2 %

BlA, TNL k6% 53 fiAdL (—S) $5 - v g
B ASA(D) 5 B2 BB 0 o) 30
B 5. TNL -kfe v a madl(—S) &t %2 ¥ 45 2% SOD (A B) -
APX (C, D)-GR (E, F) 2 CAT (G H) & 3 %ﬁégfio ................................... 31
B 6 BT PQ(L0uM) £ 4 1 4F (@mM) 2ol TNL kfes o %= 8% @
SHE Y HE L (AB) B @R BUC) LW E 32
F7. &4 (5uM) it n Rt (=8) B TNLAkfos vand = 2 5 % ¢
PO L T 33
1) $HE A E

# k& GSH((O~05~1mM) A2 TN1 -kfes s (6
Erg it @8 .......35

Rl 8. ;
L 45 GuM) B e (—S)6 X chxy % - FE P E VB
& 14

B9 72kXkAE Cys(0-~05mM) i TNIL -kf&% 3w (6 -] FF) $#i§
P G 1o

GuM) B e (—S)6 X eh%y - FEPF I E
[ BE) Hisg g

% 10. Cys (0.5 mM) £ GSH (1 mM) A2 TN1 -kf&% w5 (6 /|
48 BGuM) B AT (—S)6 X%y H - P EY GSH § 2 9%

Bl 11 & 48 (GuM) & s AU TNL kfe s % - v £ NHS 7 8

(A) 2 PAL 135 dE (B) B 1t 2 B8 e it



@12 #iki (457C) AJZ TNL -kfss s (3 1 W) HiE & & 4 (GuM) &
(7T x) hBy Eo PEY NHS 58 (A) &2 PAL wiEf (B) 2 8

B 13. H,0,(0.5mM) £ GSH (1 mM) a2 TN1 -kf&% 3w (3 -] BF) i 54
45 BGuM) AUT (7 %) ehs 5 H = $E S NHS 8 (A) & PAL w
B (B) SN 2 B o i, 40

] 14. IMD(OlmM) wdZ TNL -kf&% s (3 /[ BF) Hisd & it 4 GuM) g2
(6 %) thxw %= FEY NHS 78 (A) & PAL w5l (B) #1- 2 %

B 15.BSO (0.5 mM) £ GSH (1 mM) 2 TN1 -kKf&%w (3 /| FF)» 5 H &
45 GuM) 2 (7 2) % 5 & HH NH," ¢ £ (A) & PAL w2
. (B) 1t 2ZBE o .. 7 T 200, TR 43

# 16. AsA (0.5 mM) £ GalL' (0,5 mM)y /‘5@‘" TNL eRfe% 5 (3 ] PF) o $is i
Y45 (5u|v|) T (7 %) m%*’;; HE s NH 28 (A) ¢ PAL
w (B) it B "E; ..... m F e B e 44
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ABA abscisic acid

ADI acceptable daily intakes
AsA ascorbic acid

APX ascorbate peroxidase

CAT catalase

Cys cysteine

DHA dehydroascorbate

DHAR dehydroascorbate reductase
DAB 3,3— diamino-benzidine—HCI
y-EC y—L—glutamyl-L—cysteine
y-ECS y—Glutamylcysteine synthetase
ELISA enzyme-liked immunosorbent assay
GalL galactono—1,4-lactone

GR glutathione reductase

GS glutathione synthetase

GSH glutathione :

HS heat shock

hsps heat|shock proteins

NPT “'non=protein thiols

Oy superoxide

OH’ hydroxyl radical

MDA malondialdehyde

OAS O-acetylserine

OASTL O-acetylserine(thiol) lyase
PAL phenylalanine ammonia—lyase
PQ paraquat

PVP polyvinyl pyrrolidone

ROS reactive oxygen species
SOD superoxide dismutase

TN1 Taichung Native 1

WHO world health organization
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k#& (OryzasativaL.) #.p wn € & chf AL {2 - » 0 E4F FAQE= &
Z-Arv A BRERAR Z T ESARIOR0E S FE 2FTRE P RE T Z
B AT A EIBET TG R > TH Bt TiERY SVHI LA
A A A B R e a BERECEAR A LS R BRI B
4 i;;w% & bR iR “;Iuw-}i»‘wéc kuﬁmr'ﬁ -%a * K o 3R ﬂwg}:i%;;@r X
WA ALY SRS G T 0 1T E R el R R Y 2 e Flpt 1Y
Fig B3 P brF L2 4 (Tandon, 1995) f£4 5@ ¥ 4 £ Gdrsikin™ o 55 « £
~E2 - w#ﬁmum&ﬁ(&ﬁdﬂwwuum;,ﬂ LRERI BT LN
- HE R oA W }w %"i j:ﬂ‘ia .‘ ’f;"kzlsf& methionine £ cysteine 1/

2y ivP GSH 2 =4 » k& ied 65;[@”‘[’@—\ ferredoxin 7z F Fr7 % o A

FEME RS im*QmmﬂmﬁJ%ﬂ’pﬁ#4ﬂﬂ%ﬁiﬁi3°
oy |I 'II.
L R HER L L T e

£ 6B g £ RT3 SOEER kB R £ ]

I AN Ry E R R SR TR ST TN E TR T
BRI 0 e RERHA L 0 Bt E § 1 RO Ao - KB
KT ERKE LB AP <N - 2RFEIRE LB ED LM 0 A
FROAF - F TR B A A AR HEABEERITR

A

#iELIY 3

|l
e
14y

o HY MRS LB T RERF (5RE R,2002)° 2 3EP 455 £
A2 10ppm THEBRBFLE o THFBRIEFTLLE T TLRETH L LR
AT AFAEEPNOELAGESETEAL T LRE R FLEEL 1955
PoAag U ERHE s en T :Ié*:}fiaJ (Itai—itai disease) ¥ o § ¥ B X F| & » 45

A2z et fed bom A2 R TR b EgERg 2T A %;’%Eﬁﬁrﬂi (Watanabe



etal,2000)c 455 5 § S AKfeE P 4f MR AR FEF LT H TS
FiviEr g4 5 g A wes 38 (Kuo and Kao 2004) -
TR fEne Feppafpf il 2 L3 088 GBRF B3 F% 2

BEROAFREFMAI LS LRBERE 2 TR AL Mg E

GRARTE R AR BRAHEF ARUERT SRR A
% ERCRUE NS ELEURMELE A0

# ik . (heatshock » HS) %3 it 3 &2 £ B AE 5~15°C av@p i
72 o Phenylalanine ammonia—lyase (PAL; EC 4.3.1.5) 5 f-sgit &4~ & = e & %
% A& iv% 8 § 14 phenylalanine ## % 5 trans—cinnamate > iE 4% ¢ F# tciedp
+ (NH") o 4R35 5 #r3f Sk 4eE * NHy 7 B#{scdtn s & PAL Wi a F 3
B (Hsu and Kao, 2004) = -k &% 5 o # ik s Adl 36 8 H,0, B 4f » 52— %
3% %4§ * # GSH - ascorbate (AsA) . %_b 4u¥ 1L %% ascorbate peroxidase

APX lutathione reductase (GR m ]“* 4t e im;& it % % 4 (Hsuand Kao,
g

2007¢) - 2\ H :l
GE K AP ERS RS T AR RSN fEHE (-) §
AR kA% w22 £ 2 #+4] (Chen an Kao, 1995a; Chen an Kao, 1995b) « (=)

F CAEEDRASHE R o AL 2 FLE (Chen and Kao, 1995¢) » (=) & 454K
ferr g P2 3 T FiEE v iv* 2 B % (Chien and Kao, 2000; Chien and Kao,
2001) o () & M4EH-RAS7E P 2 3 T F4edp+ 2 B % (Chienetal., 2002; Hsu
and Kao, 2003a) * () "k fei B v e p 7 £ W4Eat X 22 2% (Hsu
and Kao, 2003b)o(+) — ¥ it § & Rf&7 4 E 7 § 45X A B % (Hsu and Kao,
2004) (=) 42F “pEE @ g v 4Emt L 42 B % (Kuo and Kao, 2004) - (~) ABA £
KA g dpdd < 12 B % (Hsu and Kao, 2003c; Hsu and Kao, 2005; Hsu et al.,
2006)° (4 ) % ~ "= 4pi5 8 2 M % (Hsu and Kao,2003d; Hsu and Kao, 2007a) - (--)

B 1 & M EKAES 544 3 2742 (Hsuand Kao, 2007b) » (& - ) # ks £ k



forb W 4R B 2 M % (Hsuand Kao, 2007¢c) » @ %3 % B #4334 prli i T 404

et F LB R ke R R LT RIS B B T R

PAL &[5 4e 2 B8 o




-~ &E3

ThEP- WA ERTAF N S0gem” 4o F Lt £ BT A &
B4R~ g~ SR 445 > Y 4E (cadmium o Cd) ha £ 2R 0 % Al
A gt T METE M E WE BRI RN o RKFH BT L AR
21ERBRORESES AP R KRR T E R SHTINLER T RSP Z B F L L
BT REESAEF GG P FH S RS (BRE R, 2002)c 23 4R 7 EATE
10 ppm i FAE R ARREESFEIREARIEA AT 0 2 2
H6§%2ﬁ%iﬂ’ﬁ$—42€ﬁ%ﬁ§%ﬁ%ié%’M9éﬁ%%iﬁi
$%ﬂﬁﬁ%iﬂ*”%’ﬁﬂ*u‘ﬁﬂw FrmEr XL AT AR

- (B8R, 2007) - " Al _ri'f'

TP ERHESFERF 'Yﬁ‘%ﬁ"r#’”ﬁ ﬁ”/""" il_ I R = S g
ST E AL T LT P [f]kiﬁq 2"‘?—’“&%/‘5 R R VY S SRR R |
S AT o BREHEP AAH Elﬁ e ; SRR RIS | RONCIT SR e R
Fa w ““ & (World Health Organization » WHO) = £ 2_#cdy » 4505 p % Fi#EE-£
(acceptable daily intakes » ADI) %z 0.05mge & 47 7 IR T > 457 5 7 av € & &
PR RS v B R SHR O TERTFRREY OUET L p o0 A4 k9 o
ff\:‘f» )]‘9‘55: c4g¢ A g HFRA L ET (Kimetal, 2003) - 1955& p & § "' Ri4d i
MR F Len TR o (tai-ital disease) ¥ 0 i Ad rgh L 2 Bk ? 74R
TR A RN RS RLSFBAFIEY AHE > A2
FRERFFRAZT L EH A ARRFE > ¥ F Hw WIRIRR RSP RE

2z TRR )]35 1 (Watanabe et al., 2002) -



IR 2 BRELE pk
GRhfi Y A& AR & apolast (Cosio etal., 2005) » 455735 % & 4 2

FETUEEFFCPREEPR S T ET 22 e (Das etal. 1997) © 45 ¢ 4

\.

FHEF 2 LR AL G T k2 B 6 BT (bldo i Fe¥) s

SR
o
AR

1

MpEF P kT * 22 > B AP ERFCEREY R PP LT 2
picE & A pefl* (Dasetal., 1997; Sanitadi Toppi and Gabbrielli, 1999; Wu
and Zhang, 2002; Hsu and Kao, 2007a) © & #* 7 % M R f& 5 H #7aE 2 andsk i
B0 A E AL HE YA RES Y o P EERF PR EH AL B

Bz £ "% i< (Chien and Kao, 2000; Hsu and Kao, 2003a, 2005) - ",‘TT P20k s AR B

51{J‘7T/£“#m$ ILﬁ%%/F’H’FI% & éﬁf@m’?iag&g@%%ﬁga?i@é‘f s g
Hildey # (Kuo and Kao 2004).
Z AR EF Ed S | s | |
1 M :
e qéwggﬂg“%%g@i’Wﬁ*ﬁ%‘ﬁi\sﬂ‘%%\

;%Fav FArZ~E & BRI HES ¢ RR AR é? %% (reactive oxygen species * ROS)
4% oROS & - HALFHEEEH > F a4 R hE § el BB 4 P
BEAR L o PR ST ROPR TR B 0 Slde e W T T TR o g ik
XIARPEFEF LI RAEMG > (8- HERPY TR sz it §
iti3d o ROS A4 2 J T » A~ %5 ESM ~ B4 - glyoxisomes ~ peroxisomes
Bl kR, TV R A AA42F pd 2 (superoxide O, )~ & ¥ p d A (hydroxyl

radical - OH") £2:§ % i* & (hydrogen peroxide > HyOy) = #f » & ¥ K™ » £ %4
Tk LT pFAkE ),ﬂ?;ﬁ},%gﬂ/é' ATP & NADPH - NADPH & F EA1* (23

4 NADP'» NADP" £ &% F si#if2 T3 % & w4 NADPH: 4o i¥ @ 404 7

N

oo B THE RS NADP R 5k AP B3 @i % 24EEE 0 @ NADP

w45 % NADPH » ** 8% 4pchg 3 271§

i

£ A4 Oy 20y £ ¥4d superoxide



dismutase (SOD) & p 4 5 & 2435 2 H,0, ©
H)O, it ? cnd JARHEAD T FRAFANEF A2 5 5T 2
ROS: e MER PR FN L BE4d » 587 poan L@ ERT > blde @ 3
& B (abscisic acid » ABA) # &2 5 it B F #%+4] (Peietal., 2000) ~ # & % (auxin)

Myrz o 4] (Jooetal, 2001) ~ fm?2 5= (de Pinto et al., 2002) % - 45713

2 e = A A TG E H0, R4 7 M (Fojtova and Kovacak, 2000; Cho and
Seo, 2005; Hsu and Kao, 2007) o "k f&%* w 454 T %22 A 4 > §.d 30 R4

H,0, % ## (Hsuand Kao, 2007b) o ¢+ ¢ > HyO, # & e ™ 3 Hfod s 4 3
B E R end TR PR > A 4 ) R IEF 0 B Fid 14 o Ryoung v
Daniel (2004) # 5 # I > 449 2 150 o0 H0, § B4 3 > B0 f ¢ 244
TR I IRAE 4T 3 A g Sfod o H)Os "Tg ?ﬁk%‘f’lﬁffﬁ’% TS Y iy MR
APX =i ¥4 . (Morita et al; 1999)

G4 TR BT L ERAAM rﬂ#ﬁgg #% % ROS # = (Sandalioetal.,
2001; Schiitzendiibel et al., 2001 Kuo and Kao 2004) :Ja% % H,0, (Cho and Seo, 2005;
Hsu and Kao, 2007b) ¥ MDA 2% (Das et al., 1997; Sanita di Toppi and Gabbrielli,
1999; Wu and Zhang, 2002; Hsu and Kao, 2007b) o * 4v 4f adZ 7= € Hf 4¢ Jnve 528, B
w3 i 42/& (Sandalioetal.,2001) #& % =P ¥ ¥ it & % (Lozano—

Rodriiguez et al., 1997; Chien et al., 2002; Kuo and Kao, 2004) » -k f&2 F & ¢ ¥4k

BLE

Erid

EIJ o

B oS L AR
LR4E ROS thp 2 » WA B4 Fu 1t A (R B P T L
L iy CPEZ 4y 45 %35 (Noctor and Foyer, 1998; Asada, 1999) - 1%
LA % ¢ 3= superoxide dismutase (SOD) ~ ascorbate peroxidase (APX) ~ glutathione

reductase (GR) f= catalase (CAT) » it F 3840



SOD
20, 4 2H—» H,0,+0,

APX
H,0, + ascorbate —— 2 H,0 + dehydroascorbate

GR
GSSG + NADPH + H" ——» 2 GSH + NADP"

CAT
2H,0p — > 2H,0+ 0,

¥Ry R R R "gluta.lthione.(GSH) s ascorbic acid (AsA) - Neill %
A(2002) 3 E Oy " #EL é«»f T”L ﬁiﬁ?f HzOz i " %%‘GSH - AsA cycle i—g‘“ﬁ%

H,0,° % % APX &4 Hy0, A;sHIHz@ ABAL 7 B ASA i

dehydroascorbate (DHA) » # & % #"ﬁﬁ‘%'l dehydrph__scorbate reductase (DHAR) =% >

\\\xx-

DHAR F e GSH # %5 GSSG: GSSG#H % 5 GSH B3 GR % i
* 5 |p 5 NADPH § - & NADP' -
¥HTATA L 9 ROS ¥ %%734\4 By it ¥ 2 fny VR R ?fi"“,f (Asada,

1999; Scandalios, 2002; Mittler et al., 2004) - {F & % L SOD A F]¥ FE I » 5 1%
¥ 1% 2 (Guptaetal, 1993) - 45 dZ € x4 “ 2% > &4 SOD ~ APX -~ GR ~
CAT ~ POX %4+ (Somashekaraiah et al., 1992; Dixit et al., 2001; Shah et al., 2001;
Vitoria et al., 2001; Kuo and Kao, 2004) - GSH % -k/% {4~ 4 + & ades i = > GSH
hmre Ry iFenAd d 53 S 0 A WS E Y ki & GSH - AsA cycle *® '}Fi“ﬁ%
ROS (Noctor and Foyer, 1998; Foyer and Noctor, 2003, 2005) - GSH ¥ 4% & 1§ 8t 4p 1%
(Tausz etal.,2004) - 45 d2 € "% M-kfs~ F 225 p ¥ P g * 5 GSH & AsA
4 & = (Nussbaum et al., 1988; Gallego et al., 1999; Hsu and Kao, 2007b) - 4% %4z 4+~

7



Migr237 > AAEE%I GSH 7 £2 T ' (Schiizendiibel and Polle, 2002) °

I ~mE &
ARt b 2~ %7  Ppome i @i ifmyrd Ereg o

FinBAZ REFNTIZF  TRAGSELFEIME~Z

Lo SHY AR KD LHY R RARRGA T 0 L] TSRS 2
Ao RPEREBFACFETL LA TR I 22 0 %o F R R
P ATl AE R R o (e g e IRy Bk X 3F S AT TR B BleiR A
R RS R EERY RFR T ERTRG P 2 EY oS .
W2 o R T aF B e D blde FRfidt B EEFL 4T (single super
phosphate > CaH4O,Pg + H,0) o 3 fi fid 47 o ﬁﬁi@ﬂlﬁﬁ% AN AN S S S A
AL Z & 4T S BRRA G AT e BB AL 7 Fom KRR AT o T & R splag d )0

P 0 SR 2 247 (triple super phosphat;c"’ €aH6P209) RPN R
Frfld% ~ BAERAT o £ 4T 7 gffrxéfkjl é“f&% ,&J DI PEEL AT B F]pt 2
BT EF P L (Tandon;:1995) fﬂﬁf"'ﬂm B4R AT o

Y
érl'— S

/\‘
|l
gt

F - 0 MAREAT (SO4T ) At RS IIR Ll - LR R E

EIRT &

-n\1,

Rig— ) & 1% o FRde §v ;‘ra wWiss x> Fv Fﬁ?c‘ FF il pg
(methionine ~ cysteine) 4 % g it 4 GSH 2. = 4 7" 3 f > B & 18% ¢ kK Jio7
% 2. ferredoxin 7 F Frh o i S22 E £ BB FH T (Alscheretal,
1997) > pfitr 2 2P I FER & J o

Frenfe (CiEARY €5 3F FE R g Anit £40 H ¢ O-acetylserine (OAS) 5
O-acetylserine(thiol) lyase (OASTL, EC 4.2.99.8) it ;= cysteine (Cys) ° Cys fr
glutamine % 7 - Glutamylcysteine synthetase (y—ECs) & # {s454 o —L—
glutamyl-L—cysteine (7 —EC) * v —EC #& ¥ & glycine sglutathione synthetase it

A5 GSH e



T 8 R = LA

-

2%

|

£ PP T NP AR o 4 Fn PO S 45
FARCOER EFF CREALOFHATESEE Y R B ATE RS P A (Robson
and Pitman, 1983) » -k #% (Cereal Knowledge Bank website, http://www.

knowledgebank.irri.org/ ) ~ 2. #* #2 (Nybe and Nair, 1989) ~ % = (Gupta and

Sanderson, 1993) ¥4 & (Stuiveretal., 1997) ¥ B 2T R %o £ FLEF2 2 2 1F
PPoRMERZ AR 2 Za0RAMK 7 £ 7 % (Randall and Wrigley, 1986) » 14
2 GSH & = & (Noctor and Foyer, 1998; Asada, 1999) o 1. 3 FipF 3 & 14
ﬁ%iﬁﬁ}éZMth%méiﬂ’ﬁésm”éﬁﬂ&ﬁ(ngmmmh
2003) > 12 4lFrenke b E4lie 7 0 £ % Cys (Akiko etal., 2003) o

FRV F ORI R AT 45A T Araldeand Edrql2 5 VB 2% (Astolfietal,

2004) -k fsd £ ak a0 B A7 % 45% ¢ 2. GSH 3 £ % % (Kuzuharaetal.,
2000) © 4> Ak fE T P B EAT %%%rb*wwﬁ%%:Aw—

Sulfurylase /#4= B » 13 4t dns IL#N‘GSH & =° & (Nussbaum, 1998) -
Hassan % 4 (2005) #= 7 % EFL_:._; @T‘Ja\ s 3’&?5 m’}\f‘gﬂfﬁ—* BEEERT A&

2 ARG § R A A KB s B 5uGSHY T B
MDA 7 2 > FiE %44 37 A2 2 2 Kdrd] o 30 k487 @ £ A X H OASTL

AWMMAF PRI ZAEF 2 E 0 W44 2 (Haradaetal., 2001) ©

A~ SEHR

MR % ALEBREAR BT EREBAT AT LR GE B
hw B4t TR GF 082 P A A P i 0 A PR R
fed AR F L2 i e HpAT RTE AL PERIRTRAE (BT
FL) kA ek fep k) ~BA BB A (et 285445~ UV §
T) o ARERFIFEFEANAPI MBS 2LH - g2 bk f PR F Bie{rs

BB o Mittler (2006) #% 41 % £ B ME R A FEEF LG LI IEY 5 A7



PRI ieh THFEAFFAL S LRBHRE -+ VR FIL LR

!

FAER = o TP o AT B RS AT AR

¥
LR A BEEY DB o AT AR A

hard
|

FE FHEAAAEEF IR PRSI HEY RS T LR

= ~PAL # NH," g5 M
Phenylalanine ammonia—lyase (PAL; EC 4.3.1.5) Z =3 it &4 & = e & p%
% 1 & iv* R T8 i phenylalanine # % 5 trans—cinnamate > iE4% ¢ F§T4&dt

F (NHy) > NHy % § 2k itiv% 2 ¢ B &4 (Miflinand Lea, 1976) » & 8.3 %

l“‘b

4*‘?

NH, ¢ $t64 w22 & 4 £ 2 (Marchner, 1995; Givan, 1979) - 4% if 5 i8¢ *3 i
ﬂﬁ%%i’%%«ﬁﬁ%d'Mﬂ*gﬁﬁé(mmmmgmmm@on+gg
St B AL S & PAL B A Faé (Hsu and'Kao, 2004) - PAL #MH 2 %% ¥
AT 18 X TR B B S iR (Sanchc‘Z’+Ballesta et., 2000a, 2000b

Jo KPRT T gLt A 4 7" ROS|

g“%% Méf“ #Y O NH," Bf12 PAL &
-+ = (Chienetal,2002) - 5 & F 5T ¢ 5 ©.@ o H4 2 2 PAL ' i aksn

28 07 2544 M (Kumar and Knowles 2003)

ANBRRLF REERRIE

# k5. (heatshock » HS) iJd® fhdp 44 iF4 20 dif 2 R R 5~15C g
PR B o B ik 2 ¥ {8 F i B 4ot B T (Harrington and Alm, 1988; Kuznetsov
etal., 1993) ~ /4 % (Lafuente etal., 1991; Sebehat et al., 1996) ~ &€ & & (Wollgichn
and Neumann, 1995) % ¥ it i & (Banzetetal., 1998) > & 2 % i¥* (Lanciloti
etal., 1996) > 7 »c# B HE FF BT L4 o Bk adLis # E4 ks v
(heat shock proteins > hsps) # = > hsps f chaperone - f& > ¥ i3 &F F-v 484

25 R RS A @A T A P R AR T 2 AR B

10



Kang and Saltveit (2003) # 3 & IR »

T4 ¥ 35 5 &< 1+ (Sato and Yokoya, 2008) -
hsps ¥ hsp23 ehi®* &2 PAL F%
AT v A ER RS2 PAL Fo RS PAL v FARIRMZE EBagis S enh

T o WL ﬁa‘« # 1 I % (Loaiza—Velarde et al., 1997; Loaiza—Velarde and Saltveit
3 48k %% (Moriwaki et al.,

TR EEFRRL LT E LR

2001; Saltveit, 2001; Reinaldo et al., 2003) » # 3 &
F 3 T £ eng

1999) - # ik 5. % AU 7 34 4 5 £ 11 ) st g
& F i (Walter 1979) » 5 #4 ik i % AT #72% 4% 2 2 SOD~CAT & APX &+ -
VKIS i 8 (Kang and Saltveit, 2003) > 455 B 8 4 7 L 63 #ik s o AL v
B4 HO, 78 3% APX GR 251 M2 4§ 4% GSH 7 & > Flo &%
Bokfe w i FaEE 8 F T 2 & (Hsuand Kao, 2003) -

R Rl ~ \

AE S £ A0S WA 5 H «:rml\u:_;zfﬁ#u AT R IR
PG E T HLER ﬁl»?fe _#_LEL;? f,',?il:)v R FERfES T B RR
5

T ATE $HE U B T 2 e T T

11
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BEEN R RS TIPS R M e Y S S

o+
Iy
-n\:.

- %5 (Oryza sativa L. cv. Taichung Native 1, TN1) » »2-k# 3 ;5 fd g 4L o

-
‘F_‘-
>_L

- PR AT
POE RS T d0- R kBB 0 T 2590 K F MR A 8 o EAkkis

B R E R RES R KA ? > 37C 2w kY Y 24 ] pF

2> F % Stock A

(500 X) (NH4)2SO4 24.10 g
KNO, 9.25¢
MgSO4 33.00 g
KH, PO, 1240 g

2> F % Stock B

(500 X) Fe—citrate 75¢g
Ca(NO,), 300 ¢
IN HCI 500 mL

12



> £ i

Stock C
(10,000 X ) H,BO, 1.55¢g
H, MoO 0.08 g
MnSO, - H, O 0.34 g
ZnSO4 - TH, O 0.58 ¢
CuSO, - 5H, 0 0.13g

(2) SRRk i 2 e

> ¥ % Stock A

(500 X) KNO, 93¢g

KH, PO, 124¢

2> i Stock B

(500 X) Fe—citrate 75¢g
Ca(NO,), 30.0¢g
1IN HC1 500 mL

(10,000 X) H,BO, 1.55¢
H, MoO , 0.08 g
MnCl, - 4H,0 040¢g
ZnCl, 027¢g
CuCl, - 4H, 0O 0.09¢g

13



Byt EavkER? AT HFRESN TR IE & 22 ¥ 2 1 mL Stock A -
1 mL Stock B ¥ 1 mLStock C> ¥ # pH E# &3 4748 £RBPFEFIE= % {
Be- SRR B REBLAIFIER? (PR 30C / ®iE 25C) 2 & -
Fo e andskial o FRZ P EYR2BEREEHEL LS I o - IR
PTE S R E R A SRS LR ¥ - 308 L A
o N AR - BB DL e FRAIL R Bk R

8 (SuM) c 4RASEEF PR (6 & 7 %) 160 BRI Y RARGEZF T (¥ A

wh
i
W
%
gt
&
T
S
s
-

il & TApiR) B E R F A TR o T V&R
S PECRrEBRMBS TS SRES (10 ¥ EFE 54 20mL 5 EH
7 paraquat (PQ)] 23 & ¥ >3t 27°C KMT AJL 24 /| PF o RiSHART

CREEPITESEZE -

y

Pk

* oA %¢a$%7$%4ai£* CRRGRL kPR R E Y R

BB BRI ﬁ$m )"*&”Lf‘”ﬁﬁ?‘1§

@%f

4 15‘&21'__‘; 1N e (non - HS) R+ 30

llf¢B’*‘?"19 v BT 45C g”%"‘—é:ﬁé
C 2w4 E§¢ piAgLz [ @E‘-’.E\‘ Rt s /@2%&5@%;‘:’]&4@“% 7
S F CEEASL M ASEGE B SS T B PE VR AT o bk R

$rs 10 FER G- EAF - FAILE AT K AT o

S kfER T AR LA

(s

Bk fos g A B IR AN 0 o F IR L R R 3 » PRS- b 2R
X

BN R g R E (FW) 2R E R E Mk 65C S Y ite

% BdfEE T L0 E (DW) e

ERNY i

(=) ExFiinze

14



%% 7 £R 2% Wintermans ¥ De Mots (1965) 2. = ;2 i3 iz o oK {5 %

ﬁ
.

L
3

10 % » 2 2 mL sodium phosphate buffer (50 mM > pH 6.80 ) #= &= % B~

\%‘ b3
=

i
%
fe 2

¥R E Bk 40 uL 4c »~ 960 uL ethenol (100%) > 8 & ¥23 {5 4°C 2. g ¥

FE 30 A48 F 01 4°C~1000Q gL 15 Ao Bl

‘ﬂ-
t
¥

Z

¥

ko B 2Pl k£ 665 nm ~ 649 nm (Aess ~ Aggo) 2Pk (8 0 %6 200 ethanol
(95%) 43 (740 B h 28 -

%% k& (mgChlmL™") # (6.1 XAges +20.04 X Aggo) 258 5 B o 5
%% ¢ % (mgg 'FW) 2 #¥%4kA (mgChlmL™)x I mL x50 (8 % %)+ #

R A (g)+ 1000 ¢

(Z) 39 FsERZ :
o F 7 BRI Bradford(1976) B eca koo Bokfey o B EY
10 % » 2 2 mL sodium phosphate buf;‘f'é‘r' (50 mM > pH6.8) F 3Bt » B0
EBR ) 4°C ~ 17600 g ﬁu ,%g.m I20 ‘A,\ﬁ > B 20 pL i F% 4 » 5mLdye
solution » 4 ¥ L & 4515 4k A 2 hR) Q,zi £ 595 nm (Ases) 2wk iE > 7
v 421/ sodium phosphate buffer © i€ {7 4p B # 3¢ o
Dye solution z_fiz ¥ > ;= %12 100 mg Comassie Brilliant Blue G - 250 # %
%3 50 mL ethanol (95% > v/v) ® » 4 » b 2F 2 ORI FET = 2AFRE 0 £ 4~
100 mL phosphoric acid (85% > v/v) > B (s 11 = =& 45k &3 1L I 12
Whatman No.1 jg 5Bk {5 33348 ¢ 517 4°C AL ag* o
0 iR (mgg FW) 3482585 Ass+ 0.01 (K> pg 'em ) x 100

(FF 7 & d0) + 1000 + R & Rbe# £ (g)

7\

T

A

Ik

—E

4%

; W
E3

N,

fﬂ'

&

ey

by
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BT A 2 o BTS2 RS ME Py v Re 3 2mL 3.3 -
diamino-benzidine-HCI (DAB > 1 uL mL ! pH3.8) % & ¢ » 53t 27C %2 kR
AR 24 P pEBE S B D 05% FpER TR 30 A4 B FIE
¢ WA TS BIFPE B BE B AT 05% Y o A4 R BRI
WF LI AN I ANFEATEF L PR D RERTF LI IR

] rﬁﬁ_"’;‘ » T FE R 5\‘.;}#:‘}»@11—1 °

Ik

B2 %12 Jana ¥ Choudhuri (1981) 2.3 2 iZ:xm K o B~ok

ey

-
by
o

% - FE S 10 ¥ > 1 3 mL sodium phosphate buffer (S0 mM > pH 6.80 > p 7
1 mM hydroxylamine) P[‘é’iﬁfﬁxf;ﬁ ) Bx;k’—:f'?\‘r.,; Bkl 4°C ~ 60009 % igre 25
&4 P~ 2mL b i de i /mL T1C14 [ &1% (Vv) %3 20% (v/v) HaSO4] > 2
F¥o3 3287 2 10009 “iE i%ﬁ.m a-?ﬂéu\/f;_ e sk Gk R4 & 410 nm
(Ag10) 227k 1E > 7 ¥ .f‘:_EL.”..?S(.)dil}II'l phosph'a:ce buft:ér (50mM > pH6.80 > p 7 1
mM hydroxylamine) & % & (7 48 B F, ° \

WiEs 4 58 (umolg'FW) 358 = 58 4 Ay+ 028 (K > pumol 'em )

X LS5(fFRBHE) - RERiHFL (g -

(3 ) mEpe (Abscisic acid, ABA) % & 2
Enzyme - liked immunosorbent assay (ELISA)
% AL 7 &P 21 Walker— Simmons (1987) 2. = j# i sxm %k o Bo-k 4%
- FES 10 ¥ > 12 1.5 mL 80% methanol (f Z 2% acetic aicd) ki #= B 5 B~
(6 8% ACRp ™ 48 P> 2161 4C~50009 e 10 48> P~ 1mL
P RE R 2@‘%‘1‘;‘3 (Speed Vac > Savant) & {735z o fh iz {s & F 4~ 0.5

mL 100% methanol 22 0.5 mL 0.2 N (NH4)H,PO4 & » B 353 # 2 % 23 /% »

16



W4T TE

41518 polyvinyl polypyrrolidone (PVP) ¢ 1+ 3% ¥ ™ 6 mL
= g J\/F # PVP 'E?Jfl

e B gk 0 4e ~ 100 ul 100% acetic acid °
BT k¥R %M E Cig ¥4 (Sep - Pak” Catridges, Waters) » 12 4 mL
0% methanol (M 7 2% acetic aicd) 7= Cis g -

B
£ 4v > 4 mL 55% methanol (p 2% acetic aicd)

peng 3 s
2

=5

KL - A

2%
Zie

,\

N‘f

Yo B i 0 iR E R
TR 3 REEHEFN T o Se » 200 uL TBS buffer T4 5z 2 50
LPER A

well #

Bl 100 L 8 7 ik BRI R o e~ BRI E PRy 2
® % Rl i)

Jr

“

3o

£ 4~ 100 pL tracer » MM B 443 4C 2 RFER
e

» 12 200 uL wash solution 7

= =K

EES o - well

& b 2 fs ;‘?Z"';Fi;’bzli )
ell 4 » 200 uL reaction buffer 17 ELISA reader P
405 nm(A405) Z2_v3 Sk B AL Az\ﬁpg

E

™

T AR TR T 3 -4 B3 ﬁ’!w
BEHE LT A

37°C Tk
i R R

£

R

[ M S g £ 405 nm (Agps) 2k

Wm@WQ|’H%%@ﬁoﬁéﬂ RERLT
£ g B

o U pmol g ' FW £ 7 o % &

SR SN B T

0 { R

~

PR AN 14

w
&

—

ST e p Av\_:%‘
B ABA B RS Ages TR E—1 UMABA & Ags TRk E
# ABA PF e Ays Tk iE—1 uMABA %

x 100%
Agos TR B

+ & 7 Phytodetek” ABA kit » fie
(1) TBS buffer

v v

TBS buffer ~ trace solution ~ wash solution ¥? reaction buffer ¥ 3
A ef = E e

cqr ®
% agidia® =

50 mM tris ~ 146 mM NaCl ~ 1mM MgCl,
(2) trace solution

0.02% sodium azide (pH 7.5)

17



— ¥g tracer L4 1mL ZA4g-K » T & 48755 55 tracer £ 4 » 4 mL tracer

dilute #% * » pL 3R EATH LY o

(3) wash solution
1000 mL (pH 7.4) & % 7 8.0 gNaCl ~ 1.15 g sodium phosphate ~ 0.20 g
potassium phosphate ~ 0.20 g KCI ~ 0.05 g Tween - 20 ~ 0.20 g sodium azide °
(4) reaction buffer
PNP (p - nitrophenyl phosphate disodium salt) substrate tablet (5 mg/4z) % **
5 mL substrate dilute (pH 9.8 > 1000 mL # Z 5 0.10 g MgCl; ~ 0.20 g NaNO; ~

97.0 g diethanolamine) °

() AsA z ERZ

AsA 7 & B 2% Lawset al(%})1~ P Eedm Ko BoRfEE - P ER
10 % > 1mL trichloroacét%q aci;di (TCA 5% ¥ w/v) B B S B
Ay 15000 g i A 20 A B ZOO-ML Figitebe 200 pL sodium
phosphate buffer (50 mM > pH 7.40) ** 3 E TR &353 > & F L 4o » 200 ul =
oRFEE OIS A48 0 L RAE A~ 200 L = = -k ~ 400 uL TCA (10% ° w/v) ~
400 pL phosphoric acid (44%) ¥ 400 pL 2,2 - bipyridyl (4% ° w/v) > i3 >
70%ethanol # ) » B F 353 154 » 200 uL FeCly 3% w/v) » % 37°C -Kig# & -
TR ERFE L 100009 B EE S 4R o B A kR RN RI U &
525nm (Asps) 2.7k B > 39 ferl TCA (5% > wiv) & FApH 4 3% -

e AsA 7 & (;,Lmolg FW) 325 3 3V 5 Ass+ 8.092 (K »

umol ' em ™) x 5 (- 5 #0) + SR ALHE (g)

18



(=) GSH ¢ GSSG % £ Rl%
GSH # GSSG % &R Smith (1985) 2 = % e % o Borkfe®
#HE R 10 % > 1 mL sulfosalicylic acid (SSA > 5% > v/v) = 5B~ » 3257 57 B~
el 15000 g iE g 10 448 0 27 total glutathione (GSH + GSSG) #

GSSG 3 £ 4 45 o

1.GSH+GSSG 7 & 447

Po bt d 150 i 10 L 4o 15 pLSSA & AR 0 M AAE 25 UL
izl ~ 8 x 12 Microplate £ 544 ¢ » & B well & A 4> 175l sodium
phosphate buffer (143 mM > pH 7.5 > p 2 6.3 mM EDTA £ 0.3 mM NADPH) -
20 uL 6 mM 5,5 - dithiobis (2~ mtrobenzmc ac1d) (DTNB) > & {5 4 » 20 uL GR
(0.5 unit well ') 1 = %] # plate A EL,ISA reader ¥ iRl E_ 600 Fip A £ 412
nm (A) B 2 B | f:

W A2 s > Pl GSH IGSSG(IO MM) fo o K EARpeR o R
WA E T 57 GSH+GSSG ER - %i-r‘-} 'GSH + GSSG 4 & (nmol g 'FW)

PRI FRE R X250 (PR B H) - 1000+ R EREEE (g) -

2.GSSG 7 &£ 417

P b dpee fs ik 200 pL 4e ~ 4 pl 2 - vinylpuridine ¥ 6 L
triethanolamine (TEA > 30 mM) ** 287 2 > F - /] FF 1Y u% 2K g 5
GSH > z_ {512 15000 g % E8 5 A 4s o Bt Fi’?z 10 uL 4 > 15 uL SSA &
(AR AR 25 uL AFFURJL ~ 8 x 12 microplate R &5 ¢ & B well %
B 4t »~ 175 pL sodium phosphate buffer (143 mM > pH7.5 > p 7 6.3 mM EDTA
22 0.3 mM NADPH) ~ 20 uL 6 mM DTNB > # {$ 4 » 20 uL GR (0.5 unit well

Y 552 %% plate % » ELISAreader ® |2 600 #yp k£ 412 nm (Aqp)

19



ok g2 gl e
W iz sE = Pl GSH & GSSG (10 uM) 4= =t Z 4 ke g » 1R 8
WO Y @S GSSG kR o 5 GSSG 7 £ (nmolg 'FW) 35 = 5% %

Fiklz £ x250 (1% % ) + 1000 = % & Rbe# £ (g) -

3.GSH z £ 4147
# % GSH 7 & (nmolg'FW) 3+ % = ;%% GSH+GSSG § B

GSSG 3 & -

(~)Cys 7 EiRlZ

Cys  £#l% %17 Gaitonde (1967) 2 = ABren ko BokfEE s S EY
10 % » 2 5 mL perchloric agid (5% 2 V/V) PR FLEE S B BT B 0 4T -
17600 g % it g 20 & 45 0 B~ 051@11"?!.';’*l ,ﬁ‘-,,z 4¢ >~ 0.5 mL acetic acid #7 0.5
mL acid ninhydrin reagent (p\ O,?.g gmnhydrln 6 mL acetic acid ¥2 4 mL k #
Aot 3 E TR A K 20-30 A\ﬁ_), W e P E R 100T
Kip e FE 10 480 20 p Rkoke aare b B o A kR BRI L 560
nm (Ase) 2.k iE > Z v 212 5% (v/v) perchloric acid i 3 i {7 4p B ﬁ.ﬂ? °

H& Cys 78 (umol g 'FW) #1535 Ase+ 1421 (K> pmol ' em ™) x

10 (P i3 40) = S REHFE (@)

(4 ) Non-protein thiols 7 & g %_
Non-—protein thiols (NPT) % & B 2% 2 Del Longo (1993) ¥ Rama Devi
fv Prasad (1998) 2. * ;2 i3 ecm &k o Bookfg% - FES 105 > 2 1mL
sulfosalicylic acid (5% ° v/v) # B 5 B~ i’:ﬂgfrﬁﬁ’»;‘fé v 4°C ~8000 g i e 15

&4 P~ 100 uL b ik 4e ~ 1 mL tris-HC1 (0.2 M pH 8.2) ¥ 75 uL DTNB 7%

20



¥ 02MtrissHCl pH 82 ¥ ) 4% 20 A 45 Ak kg tpl2 b £ 412nm
(Asin) 272k id » 39 2t 5% (v/v) sulfosalicylic acid i 5 i& {7 4p B 5 3¢ -
# & NPT 4 £ (umol GSHeqg ' FW) 35 % ;8% Aypn+12.58 (K> umol

1cm’l)x 10 (ﬁ,—ﬁ i)+ BERHEE (g) -

() s+ (NHS) 2 BRI

NH," %

ek

A 45 %t Weatherburn (1967) 22 2 j2 2z o PR fa% = F £ 7
10 % > 2 3mLH,S04 (0.3 mM > pH3.5) A B35 B1s » 11 4C ~ 17600 g % *
e 30 A48 B 200l b oFig 4 » 3.8 mL HpSO4 (0.3 mM 0 pH3.5) 1 -
LiEBAer T4 M AReE B> 338 37C Kig B 20 ~&> Bibrisk
LR A E 625 nm (Ad) 2 Kk s % Wl HSOs (0.3 mM > pH 3.5
PR {TAR B R

% ¢ & A % E3# 5gphenol 4;%:4 AAKWIEA R EPRE 4o r 20

mg sodium nitroprusside # > & AN 4G & 100mL- % & & B i A S
g NaOH +4r » 40 mL sodium hypochloride::? S M- ok EE 100 mL o %5
NH;" ¢ (umolg' FW) 3+ 8 2 £ 4 Ags+ 3.19(K > umol 'ecm ") x 15 i

E o~ EEREES T
(- ) SOD &4 #7
SOD &4 47 k1 Paoletti etal. (1981) 2. = j# e o Bookfay - FE R
10 # » r2 3 mL sodium phosphate buffer (50 mM > pH 7.40 ) kip # B35 B~18 5 12
4°C ~ 15000 g i 3 30 A4 B~ b o B~ 20 ul b iR 11 (Bradford
1976) * i @) 3 FRE o T3 200pul +Fie & A4 » 1.6mL

triethanolamine - diethanolamine (TEA - DEA) buffer (100 mM - pH 7.4) ~ 80 uL.
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NADH (7.5mM » #7#fe % ) » 50 pL EDTA/MnCl, (100 mM/50 mM » pH 7.4) » .
s 4c ~ 1 mL 2 - mercaptoethanol (10 mM) kx#s F Jigis » B3 e kL g3t
Bl E L AN L E 340 nm (Azg) 2R BRI E 0 TR E AAyge A kX R
et d gais ffERd 0t > 29 2 Rlr2 sodium phosphate buffer (50 mM > pH
740) B M AE > F AL R EEL AR E (A

A Aszy) °

# H =4 A (Unit) & 5 : # 44 SOD #r4] 50% NADH 2 % it

#F5E o 5 SOD it E (Unitmg 'protein) 345 & 5% 4 @ (A 45AAs4) -

(B AAsg) = 10minx 15 (Frf B #0) + v Tz £ (mg) -

(=) APX &4 47 :

APX %4 47 1202 Nakano _hE’ Asa,da (198T)s 2 = % i3 e o Bk fn s = &
10 % 2 4mL sodlumphosphat(?’buffer (50 mM ° pH 6.80 ) 7kip#7 fr 35 B~
& > 4°C ~ 120009 i ié}ﬁ.m 2(£ -3 B&:"._F gt e B2 20 Ul iR s
(Bradford,1976) = i {8 | 3-u B4 o VB~ 100 uL b i B4e ~ 1TmL
potassium phosphate buffer (150 mM > pH 7.0) ~ 1 mL ascorbate (1.5mM > 37## fie
%)~ 400 uL EDTA (0.75 mM) > {4 » 0.5 mLH,O,(5 mM) & 253 > ™
Ak R IR - A 4PN A E 290nm (Ayg) 2R EERCE o TR E
AAggo > Z 0 BRI ZA KRB R T AR B O 38 o

3 »pEE 5 (Unit) & 5 & 24504~ 1 umol AsA % 7+ -k % APX
g (Unit mg proteln) FESNE CAAN 28K mM !

em ') %3 (F MAlA) x40 (- 2 )~ Fd F i E (mg) o

(2) GR EEr¥

4

GR #1447 %11 Foster £ Hess (1981) 2. % 2 i3 #c o Bk fs% = HER
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10 ¥ » r2 4 mL sodium phosphate buffer (50 mM > pH 6.80 ) 7kip & fr 5 B~18 5 U
4°C ~ 120009 i ® 3 20 A48 > BodV ik o B 20 uL iR 14 (Bradford
1976) = 2 @3 %0 FRE o ¥ B 200l F ik & K 4 » 1 mL tris - HCI
buffer (150 mM > pH 7.5) ~ 0.3 mL MgCl, (30 mM) ~ 0.5 mL GSSG (3 mM > #7# fie
) Bife4r > ImLNADPH(S mM > A7#fe ) & 2@ 353 > 1A £k KR
- AP A E 340nm (Asg) 2R ER P E 0 THRE AAsg T 9 BRI E
AR B iR T AR R R

FHpERFAY (Unit) &85 @ 24P AL Ay %€ - 5% GR
s (Unitmg ! protein) 34 5 & 5% % 1 A Aggg x 20 (#13 % #) ~ 1 (min) + 3¢

Fzi (mg) -

(=) CAT i#HA
c&rg@»%ﬁuIgmﬁyﬁ%ﬁﬁw&)zié@&o%¢ﬁ$:%ﬁ
F 10 % > 2 4 mL sodium ph_gs_ph?c'e bﬁ};fer (ISLO m-M.." pH 6.80) rkip A B3 B~18 o
AT 12000 g # gt 2004 40 B g - B 20 ul 1 i o (Bradford
1976) = 2 @3] 3=y FR/E o ¥ B 200l F 5% ik A 4e » 2.7 mL sodium

phosphate buffer (100 mM > pH 7.0) ~ 0.1 mL H,O, (IM > #7@##fe %) » 753 (s

A RERR T AR AR 240 nm (Ag) 2R ERCE 0 THE A
Ango > Z 6 R L AR P R T AR B 3R

# H »pEF 5 (Unit) 2% 5 & 24804 1 umol H,0, %7 » &
CAT &1 (Unitmg ' protein) 3+ % 5 % :AAy+40(K>mM 'cm ') x 3

(5 BHf) =20 (Ff# 5 #)+ 1 (min) + 3 3 £ (mg) -

() PAL #ElA

PAL &4 47 %14 Hyoto £ Fujinami (1965) 2 = /% i3 sxo B k% = %
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#4510 ¥ > 2 4mLN - (2 - Hydroxyethyl) piperazine - N” - 3 - propane
sulfonic
acid (EPPS> 50 mM> pH 8.5) /kip A B35 B~1s > 1 4°C~120009 if 2 .o 20 &
& > P~ 20 uL ik 4 (Bradford 1976) = 2 83 v @ E o ¥ P ImL ¢
Gk & B 4~ 1 mL EPPS (100 mM - pH 8.5) ~ 1 mL L - phenylalanine (30 mM) -
BF3 15 40C -kip 30 A4 H&F A KRR R EAE 290 nm (Az)
o ki@gz o 2t EPPS (S0 mM > pH 8.5) B~k i {74p B o 3¢ -
7 8 ¥ % &1 (Unit) 2% 5% | FF 1 nmol tans - cinnamic acid 2. 2 = £

Lot oo H 5 PAL M4 (Unitmg ' protein) 345 3 38 5 A+ 9500 (K> M !

om ') x 3 (F et k) x 4 (- © #) 0.5 (min) x 10° (4% & 5 nmol) ~ F—d ¥ %

£ (mg) -

SR ER AR | :"‘"

4

EREHR R PQ - CdClz GSA Cys . OAS AsA galactono - 1,4 - lactone
(GalL) ~ H,0O, ~ imidazole (IMD) » buthionine sulfoxmlne (BSO) #5311 = Z A ke

BerZokR v Cys 402 HCl 3 f2(5 » £ - 5K %8 3908 WA -

IR </ S
F - BRI F e BEA > B EBH THE SRR L (standard error)
%7 0 k3t 4702 Student’s t - test £ least significant difference (LSD) = i i&
TR P JLF T IaE 2 4 R o83 A 474088 5 SAS (Statistical Assay System)
QMR FII AT o F - BHEEF I VT2 F X RHES DT R AER

S P W - K RBEE BT
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.
LA

-
3‘::

- HEBEF R LSS 2 B
ke 0 TNL #5544 i an (—S) BHEERHkfes 2 m2 g

oo dpiz RAEH u e |

ﬂ\q.

R (B 1A)~#< (B IB) Z2iz€ (B 1C) ¥~
o e¥bkfes e R (B 1A)#E (B I1B) iz € (B 10) #2572 ¥ -
RETEROKAES T RSV ERPLES I E (B 2A) £330 T2 2 (R 2B)-
DAB : * &3 R EF > & HO, )4k d ik » ™ DAB 5 i- §2 &R %

SRET HO, FEFRHAER A RSP 52 FEY HO R A (B

>

3A) o @ r2 AR R S AL EBOREIRE ¢ (] 3B) #4230 H0, § £

(B 3C) Ai-kfesw s v E TIVABA § 8 0 FIH B AT

s 43
REHEFLE (3o ARA

it - +b/u>+%‘<5ﬁ§%%a’;;%*§.1 rﬁ#vaPT Cys # GSH 3 R2 pf

PEURILE S F S e NPT 4 A) Cysm 4B) § B TE R ¥PLE

‘iﬁ

B BT pF S RA ST CEEF AR B2 o445 # GSH (W
4C) B 7% > R EHFT L3 AsA (Bl 4D) BEIEHF c R FERF A
§itpx% SOD &&=t (B 5A,B) " i< APX (B 5C,D)~GR (B 5E,F)

% CAT (Rl 5G H) 718 GA o 04 b 3d 5% g & Fildd AL R § i 0K fe %

)

CREANCAE: R 1
O RS RIERAES R R A B PEOAAKEERLE T 1 PQ (10 uM)
Bg 4 GmM) 2 TNI Kfe% - P2 8E R 24 ) pF > 00 f2F P BRE
F%3 5 R2 B8 BB B EFR > A H I PQ & L 4EAST » i Fn2 i
FrHF LA ES 3 28 TR RABREE LKL (B 6A,6B,06C) - ¥ 1
F V45 (SuM) ASTH e $ERAIL 2 TNL R824 (6 %) 3 A4k
PASLR F - P ESF CRARHBY G EAASLL PR (B 7)1 E%E
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(cm)

e Y

oON B O
*

Root length
(cm)
® R NgIN B 0

Shoot length

=] ®
o o
w

Shoot FW
(mg seedling-1)
3

[
o

N o=
o o ©

Root FW
(mg seedling'1)
]
o o

o G
(=R =]

Shoot DW
(mg seedling-1)
= >

w

Cmom AN o

=

Root DW
(mg seedling-1)

Control -S

N

B L TINL -k 5 aAiadl (—S) $3 F @i L& (A)~ #E (B) &4¢
T ) e Ay S P EVEN R BB RGF AP B - AR
Bci: 40 £ MEEA T %48 £ (standard error » S.E.) > 12 t-test ALit R jEiE (T
MRS - LA A MFLE (PC0.05)
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Chlorophyll

H %

Protein

H %

Bl 2. TN1 -RAs% 5 44 Al a2

(B) 2 i »y iz »
4> 8 SUEL 7B A

A

tpl% o BELAT G EEL

Control -S

(standard error » S.E.) > 14 t - test
£Z3 (P<O0.05-
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Control -S

5
w

[\%] (]
=] =]

Leaf H202 (umol g~1 FW)
3

25} C

2.0

1.5

1.0

Root H,0, (umol g™ FW)

0.5

Control -S

EH.TNI*ﬁf WEUESL (—S) $H - Y EY M0, 8 (AB) &5 T
5 £

MHO, 28 C) 2L -2y 5= FPEFLF22ERBEFLAR T (A)
IRRCR %;zﬂfﬁ;ﬁ' HyOp o - B2 €458 : 40 L8 Mpp4 7R E 1
(standard error » S.E.) » 14 t-test 33 > ZRGFH FMPIHK A EA T HF L
2 (P< 0.05)-

28



# LTINI kfa# w # il (—S) %= P E T 24 ABA 7 28295 - %
T EZFEFEIZIERUEEF AP F - IR EA S 40 11 t-test
KPP ZEFRFLRR HREA I EF L EFLE -
ABA (pmol g FW)
Treatment Leaves Roots
Control 418.0x2.8 281.2+19.2
-S 45641328 3173+ 11.7
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< 12}A 80fc
=
|.|. —
-~ 10 * = T
o L 60
-
g 8 =
I = *
7] (=]
6 £ 40 T
© c
o S’
E 4 %
=,
3 B 20
m 2
Z
0 0
06}B
4 D
g 0.5 =
L -
- 1 - 3
‘> LE o]
g 03 2 gz
2 =2
g 0.2 <
o 2 1
0.1
0 0
Control -S Control -S

Bl 4. TN1 -ke% 54 5L (—S) #% - » ¥ % NPT (A) ~ Cys (B) ~ GSH ()
B OAAD) G R B iRz PERETR BB BEF AR 5 -
WEAFH: 40 8 NEEL 7 B 4 (standard error » S.E.) > 14 t - test it
BT AL MELE (P< 0.05) -
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3.0
E A * . B -
o 30 S 25 T
= - g
o a 520
820 O -
c N 5 1.5
< 2 1.0
o 10 g :
8 ~ 0.5
0 0
20} C 1€1p 1
= - c 14
[V @
- 15 B A2 "
lm ol
=< o 1.0
£ o -
£ 10 \ <L, 08
= = & 06
>< =4
a 9 S 04
<t —_—
0.2
0 0
0.14
E 1 it F
= 15 £ o012 i
T8 =
- E 0.10 \
= "
1.0 o 0.08
£ . O
= o 0.06
2 &2
o 0.5 E 0.04
o = 0.02
0 0
25 [ 0.20 -
Q
;_ 2.0 § 0.15 1
3 1'5 E FQ-
£ O g 010
2 1.0 %)
= £ 0.05
S 05 =2
0 T 0
Control -S Control -S

W 5. TN1 -kfs% 5 FikdL (—S) $% = ¥ # ¥ 425 L 2% SOD(A,B) -
APX (C,D)~ GR(E,F) ¥ CAT(GH) i#Pz FB - 4y 5= P EL LI 2 E
BisiemaoBp e & - 2 €45 8cs 40 8 ApE4 7R84 4 (standard
error > SE.) > 1 t-test M 2 EFRHFLRH A A T HEFLE (PL
0.05) °
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Control Control Control
+ ¥ ¥
H,0 PQ CdcCl,
B
v +
H,0O PQ Cdcl,
Cc
a
161 l100 b
b
c
— cd -2 100
5= L 74 d
£ 67 T
—
S > o0s8 £ 67
20D 52
G E
047
0
Control Control Control -$ -S -5

}
HO PQ CdCl, H,0 PQ Cdcl,

B 6. k@™ PQ(IOUM) £ 48 (SmM) AJE TNI -k 3 %= ¥ # 5
THES (S) HE " (A B EEHFZE (O 2BF- “’”éﬁi A
BRiG »P% - P EFo»H2 52 FEFAERTY PQUAOUM) 25 45 (5

mM) AT 24 | B o (C) thi — AR Eifds 40 £ MR 7 RS L
(standard error » S.E.) » 17 LSD %32 22 ("B FMHPZH PRI LT HEEF
Z8 (P<0.05) 1P &5 5 4p¥E -

32



Control -5

Treatment
CdCl, (5 uM - 6 d) - + - +

"{J";j ol L -.I:.' =

W7 & 48 (SpM) SR (=) # TNL ks g% v ESF 1
LRP AT F P EYRIEREE ARSI 6 % o 2 BT Y
ZRER
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Mo ok fer g R LEA T L
FeF s RS RfER T R AR 4 GSH & Cys AJL « a0k e

X

AL kR GSH(0~05-~1mM) 6/ 7 scddgis 4 48 (5
M) B2 (6 %) th&y - FEFF52 (B 8- 72 FkAE Cys(0~05mM
) T ERILAAEREHE TNL K485 w (6 /] FF) {50 3 AR ¥ AR A
Kfetw T RESEE 4 SuM) AU (6 %) e R FERF LG T
(1 9) - # 8 Cys(0.5mM) £ GSH (1 mM) AJE %% -kfe%a (6 /] pF) o

~

~

25

=%

Lk
0

#¢ GSH 7z £ (B 10) > # 3 Cys fo GSH # JZiF (6 /rF % 2

W

$-9ESY GSH 3 £ o

H
“F

I

A TR AT AR TN B PAL iRt B
S04 kSR 1 TN ,—Hfﬂ—i\# c_»rii%s; (5 uM) A2z TNI -k4e
AL LS C KRR SR _'.’NH4+ 58 (Bl 11A) # PAL 4% (@
11B) "§2 #& % - A5 % ‘& (5 uM)|/f@F’_~,*‘3LJ3? woEh g oBg i end D AR rEdR A
2o TNI K65 5= ¥y NH4+ ol 0 PAL b5 e i R et o
F AR (5 M) ATt i Tmen s ¢ NH 3 E 8 PAL b

1 (B 12A, 12B) > B 7 £ ik Bk

a4

vad ik 45C) BaIE (3 ) PF)
FEtru it I TERERY o ot R PEPR2ERE ST AERARL
(30°C 2mieid) T » 12 HyO, (0.5mM) £ GSH (1 mM) # AJZ TNI -KA%% &
3PP ML M CUM) RIE (7 ) h¥ g 52 FE P AR
NH, % £ PAL &1 (B 13A, 13B) -

Imidazol (IMD) % NADPH oxidase & = $r#[#&] o =% %% 5+ ¢0 NADPH
oxidase ¢ HE/F 3 % Oy 75 > Oy £ p gy SOD iv* fif o
H,0, » & * IMD R 4&3r4/45 7734 %2 H0, %4 (Olmos etal., 2003) o % 7 f 4t
T A EIE IMD (0.1 mM) 3 o] BF > iE R (& V48 (SuM) A (6 %) %

GRS SE SRz NH, 589 PAL sl (B 14A,14B) 4o > &
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—
N~
-

bk &% &
Pretreatment
GSH (mM - 6 h) 0 0 0.5 0.5 1.0 1.0
Treatment
CdCl,(5uM - 7d) - + = + - +
@ P . B .._.-:'. y
. £ iy ish I

W8 7 kkER GSH( 0.5 1mM) &d2 TNI -kf&% 3w (6] FF) i
FEHE SuM) BRFAIE (—9)6 2%y H- FEYRILEE »
BEZVESRERLEF D RIL LS BHEARLE SV ES o
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Control

Pretreatment

Cys (0.5 mM, 6 h) - - + +
Treatment

CdcCl, (5 uM, 6 d) - + = +

| —
g

Pretreatment

Cys (0.5 mM, 6 h) - - + +
Treatment

CdCl, (5 uM, 6 d) - + 5 +

B9 #FEARE Cys(0~05mM) AIZ TNI -kfe%u (6 | FF) ¥ 5% 4
(SuM) BRFRIZ (—S)6 A% e 5= PEYFIERFE S s Y EY R

o R R L L



[
N b
o O

[EEN
o
o
oy

[e2]
o

GSH (nmol g-1 Fw)
oY [}
o o

N
o

o

Treatment (6h)
Cys (0.5 mM) - R 4 o Y
GSH (1.0 mM) ey - +

=’ r;i.ls "'

#® 10. Cys (0.5 mM) ¥ GSH (1 mM) aJd® TNI -kf&%w (6 /] FF) His
45 SuM) B FAIE (—S)6 2%y S - P E S GSH 5 B2 & -
B EAf s 40 £ E MiEAL 7B X (standard error » S.E.) > ™2 LSD Xttt
CRHREFREFMRE R FI AT AEFALE (PC005)-
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— 41 A
—0—"‘1:(":'2 a

E —ao— - CdClz

- 3}

o

=

£ 2}

:--'

-

= 1]

1]
.g"E“B-B a
- T 7} —a— + CiCI;
EEE' —o— - CdClz
o =
& 5|
&
g £
Nrow
- =23
< 5 e
I:I.-...«E de
1

W11 & 48 (SpM) &3 fiAdL (—S) TNI kfes w % - 2 €Y NHY
7% (A) 22 PAL W5 (B) 1 2 88 5 - ka2 d4f#k i 4 £33 Rjei
4 L (standard error > SEE.) > 1 LSD 333 2B TR F P - PR F
* AT AMFALE (P0OS) -
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ol I a
S I
w 3
>
o b
g 2 ? b T
- T
+I‘="
=z 1
0
> _ 10 B a
£ E
=2
S 8
S« 6 b b
g o
£ [
e 4
a0k
5 2f
0
Pretreatment (3 h)
HS - - + +
Treatment (7 d)
CdCl, (5 uM) - + - +

W 12, # ks (457C) AJZ TN ke w G 1) HisHF 14 G uM) A
| (7 X)) hy S 2EY NHY 28 (A) &2 PAL v i (B) 2 8 %y
FZPEYRIEBRLEFAAIL o F - AR EATHL 40 D MEEA T REH T
(standard error > S.E.) > 2 LSD i3 22 (Tl F MR AR F* 2T A F L
2 (P<0.05) -
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x

L%
— o

NH," (mg g-1 FW)
— ]
Ly ]
3
H o

=

&
m

=7]

PAL specific activity
(units mg"' protein)
%] h—
L7
Ly ]

0

Pretreatment (3 h)
H.C; (0.5 mM) - - + + - -
GSH (1 mM) - - - - + +
Treatment (7 d)
CdClz (5 uh) - * - + - *

W 13. H,0, (0.5 mM) ¥ GSH (1 mM) A2 TNI -kfe%w (3 ] PF) $#is 54
G (SuM) BJZ (7 %) ehzy %= 2 E S NHy 78 (A) & PAL &4 (B)
B2 PR By E P ELRI2ERE  %a  30C LR TREWAI
- @@iﬂ'ﬁg{a 4, 438 ML o+ B X (standard error » S.E.) » 2 LSD %uzt
SEEEHFLRE AR #m EBFLE (P.0O5) -

va Nﬂ- 3\\}

_.’1’.
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2 €’
n o w
a x
c 2r
a3
0
Pretreatment (3 h)
IMD (0.1 mM) - - + +
Treatment (6 d)
CdCl, (5 uM) - + - +

B 14.IMD (0.1 mM) AJZ TN1 -kfe%a 3 | FF) $HisFF Y48 (5uM) A

™ (6 X))y Ho PES NHY 78 (A) & PAL 54 (B) 81t 2 %
EPx2BRi > 5 h45C R TREADAIL 5 - fand

MEEE T R E X (standard error » S.E.) » 2 LSD i3t

41



HyO0, trkfes v s ReES T @ #rdoir b & 2 £ B {4 o

¥- 25 % /d? GSH » 7 piE-kfa% w44 2 >BSO & GSH & = 3r)

> prd4] GSH & 427 y-ECs 2 /1 o RAB% o e iRk o a2 pF

.

I/J\‘
BSO(0.5mM) > ¢ # B 6% i“48 SuM) A&JZ (7 %) %y % 2 F E 5 73

4v2. NH, 5 B2 PAL & (B 15A, 15B) © ik pEa A&32 BSO (0.5 mM)

# GSH (1 mM)3 -] BFs Bl4%4" BSO %@ NH, 7 £ PAL ‘54 (B 15A,
15B) z #2588 -
N - BiiE b ASA hE X TSP Gall BT o K- P E S 2ER 2

KFEF e hEA R T 0 A BT AsA (0.5 mM) ¥ GalL (0.5 mM) 3 /| BFE i
oo FREMBEE A CpM) BRI (T,3) ¥ E S P E R A 2

5B PAL 51 (Bl 16A)16B )%

— ~
. AT )
[
| === ||
: g
1l M
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o
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0O T -
g £
7
5L,
<
o 2
0
Pretreatment (3 h)
BSO (0.5 mM) = - + +
GSH (1mM) g + - +
Treatment (7 d)
CdCl, (5 uM) - + + +

® 15. BSO (0.5 mM) # GSH (1 mM) zJ22 TNI Ky 3 ) B ¥ Y
4 (SuM) RJZ (7 %) %y % - ¥ E Y NHy 78 (A) & PAL - iEfs
(B) $1 2 W %y $2 PEFR2ERE % h 45C 2% 787
o F — 1%@“"&‘3:; B 4 43 MFEL T RE L (standard error » S.E.) 5 14
LSD s3> 28 FLRK - F* 272K FLE (P.OS)-

E
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S 1
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S £
-
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Ew 6
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@
o E af b 9 ? B
® 0
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c i
x5 °
0
Pretreatment (3 h)
AsA (0.5 mM) - - + + - .
GalL (0.5 mM) - - - - + +
Treatment (7 d)
CdCl, (5 uM) - + - + - +

B 16. AsA (0.5 mM) ¥ GalL (0.5 m )1%@“’
FH& 5 SuM) &2 (7T *)
m}é(}g)f%,uy %*rs %y % =

7 kfesw (3 ] ) %
iy %‘%’;‘%‘ NH," 7 # (A) & PAL
BB 2y 30C LR TiRF

-~ R\

THEJE o & — @w;@_@@:,? 4, 48 ML o+ %4 1 (standard error » S.E.) »
OLSD SR R FERER oMEFA AT EAEF LR (PCOS) -
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- “HEHERRfEYTE T LY
Fii E#® A% (macro-element) z.— 0 % e 4 £ T B ARIERE W
BrPwmERied 2P & 2 & 2B (Alscheretal, 1997) - g2 23 a4t 4~ 48 &
FiEAR? hE & e X 3£ 4R (Hawkesford, 2000) > {e E_fi 3 »|d 27 45 35 5 c4p B
# 3 (Popovic et al., 1996; Nocito et al., 2002) P & {7 o B Ff £x o 4% FripF
P A mATENEE Y3 F R % A2 (Robsonand Pitman, 1983) o Stefania ¥ *
(2004) A3 B> A Edr| T A B Lo HMERELEEE > N2 EHE S

fé_l’f’ﬁ’a‘fé_° ’/\"’Fé‘%} J-%i?ﬁ J‘f 4,»/4«&".?}*1_“—1:@;};,7—;1& s F R4 E

o

RS FRESE LR

H,O, ttid? fﬁ@a?#ﬁa;*.i}é)i’ﬁ;- %;i};‘fifﬁaﬁfﬁ'#ﬂéii' 53
ROS > e 4k A B B 4 i 2d, @iuli & *’% iR RS L YR L A
EX S EEI RN p,u:; 5 Hzoz 2 1% M (Fojtova and Kovacak, 2000; Cho
and Seo, 2005; Hsu and Kao, 2007) - 4@ Ef4e k@ 0 H,0, 7z £4% 8 > R fFINi=
# ¢ #4238 (Ryoung and Daniel, 2004) » #3452 R B 5 F R 2 F~ 3 Mk B

o

~F
o
¢

\4
R

2
HoOy ¢ (47 3 b 3 2 F i bhend MR 0 22 22 B

% 0 HOp RAERfEs e H - P E

PRSI H)Oy § A ERAET T G Y g R A TFIAR
(Moritaetal., 1999) e = B4if L fiz% ¢ > SOD it %0,  #% 5 H,0,° @ APX
21 CAT i g 420 ‘}%“% H,0; (Gillhan and Dodge, 1984) » GR #.{* iF 27 RiEFo
% i 4 GSH 2 = - 3 F44 ¢ » APX L"F “/T‘ ROS #d ‘mref ¥ it 5 T 484
P EE & & 4 (Shigeoka etal., 1980) o 4% £ipF » SOD et B3k 2 > APX ~
GR ~ CAT jEfrgrit Btz " i G2 Rfssy &2 ¥ E ¥ 24338 H0, R

fheha F e
45



TE K Cys 8w FRITFE P48 D LR - Cys 5 4F L4
GSH thé & #5pfr » 7 % 5 Fivesfiz - » ik 2 m%e ¥ GSH 5 £ 4@ Cys
gagtHd oyl Cys &= 84 542k 1 % (Dominguez—
Solis et al., 2001; Howarth et al., 2003; José et al., 2004) - GSH % w7 fF i 4~ & >
2 A2pifk 39 F (—SH) i & &5k (Noctor, 2006) » fr & A & 4
(phytochelatin) — 7 &2 € 2 {2 & » B4 PR S L EFE LB RV
(Cobbett, 2000; Pilon — Smits, 2005) 42 L F 3R A FLEF 2 P Z Ay F 2 AR 7 &
T '# (Randall and Wrigley, 1986) -k #&4 & »t 4 mik > H ir 4 30% 11 ¢ 22 GSH

7z £ '% < (Kuzuharaetal., 2000) - 45353 Tt 7 F B IR R Ak 42 £ k48

X
‘.

Ve RS GSH 4RI s o R TS T A A4 2 4 Krdl

(Muhammad et al., 2005) o & %@ &2k 4 & l%mi@;’z e T RS Y E R SR

i &4 NPT~ Cys~GSH & &F" »&r s AF7 3 6 - Astolfi ¥ 4 (2004) # 3

F
=
|
| i\
Ll
1

B T GOk AR T 4RE 3 r]_fg-ﬁ.i.{#lﬂﬁljﬁ FBITMGE o AH
S Tr T .?ﬁg {ﬁ@ow?ﬁ#rxw i hoe
Cys o GSH > |7 § »cpds (S0 & Mdpfiensdr - R EYE 053 > Hn
Cys #2 GSH ¥# “ 453 T enimL iv* o
Paraquat (PQ) & # I &> ¢ FE¥7E + B ks |k & 8% > 24 O, %

Hu ROS» @ 3w @i itiig » X334+ (Dodge, 1971; Elstner et al.,
1988)c & ¥ #2457 % B (6 PQ # T 2 <X |+ (Cakmak and Marschner, 1992
Yol AB YR R o KRR FLL B o B AEE P b4 PQ ST » B H 4 3 PQ
FT oG NEF2 3T RAEEZT GSH 7 £2 T ' (Schiizendiibel and
Polle, 2002) - & 75 & i{ & GSH 3 £ i s is AR BB B4 2 - 2%
S B R B FLL kAR ad Y JRF 4 (Cys® GSH) 7 B&daf i
(APX ~ GR ~ CAT) P2 % i 7 it £ad S (5 PQ&f2 2 (F 5 2) el
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BEESY ABA ARITERFRE F o F AP H R A FHE
ABA 7 & #4v (Zeevaart and Creelman, 1988; Xuetal., 1995)> G40 &% ~ % 3 o
A% ~§z% -~ @2 (Linetal., 1986; Guy, 1990; La Rosa et al., 1987; Zeevaart and
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