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FgPDKI VAR 1% 9l 0 vl e 7 53 125 op 18 0T 52
At T2 HE, AR, BAE, R FE A

(1B R R 2= AR R 2% 24 B, LR st 210023)
(20T RAM B2 B AR 7= i B B 4 5 B SRR T L5 AL 210014)
(BATIHE LA BF2= B L S50 % VT8 B AL 210014)

[HE]  HRER T REEIHa L RS2 H 542 (high osmolarity glycerol, HOG ) 75 Y — R A IR M2 {0
HFWHE SR H F WA, A SCUURA B (Fusarium graminearum) AN G AEER B T il s 2= A 2
AEACTB TR T — A SRBR A S A B 1ot A Il PR D T A i S B I ( FePDKT) AE VR85 3 Tihae 5 T 1) B A .
FERER, (1) RZZAERKIE SR EW] FgPDKI MR (AFgPDKI ) X0 A B5Ust it e B A2 71 ( PH-1) W 345
(2) 5 PH-1 #H LA, SR W00 AFgPDKI F23HTE Sy ™ 5 1) R A ST S R s B SR P9 H v SRt (3) $h e
AFgPDKI B2 G (ROS) it N RS i AT T 5 A8 L PH-1 380 (4) 2R AFgPDKI 221
YU ALEEEE R (SOD Fl CAT) ki B KT PH-1;(5) kA BUEL R INAE FgPDKI DIREWK 2 Rk (AFgPDKI-C) 3
AP BB A= TR, X BEZE SR F. graminearum PIREIEIT FgPDKI ¥ HOG T RS- 4ERT AL RE 1k i Xf
EBIEMINE. AP ARAT B RIS NS B e B 3 IR LR AL T RriE.

[T ] RAGRMG, PIHHRR N SR 2 0E M, T, dease T

[HESEE]432.1 [ XEIFEB]A [ XEHS]1001-4616(2018)01-0076-07
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Abstract : Fungi’s HOG (high osmolarity glycerol ) pathway in response to osmotic stress has been revealed. However,
the upstream signaling regulator of the pathway remains unclear. In this study, we investigated the pivotal role of a
mitochondrial energy metabolic gene encoding for pyruvate dehydrogenase kinase ( FgPDKI1)in Fusarium graminearum in
the regulation of NaCl stress by using genetic and physiological-biochemical approaches. The main results have been
obtained as follows, (1) Determination of hyphal growth indicated that AFgPDKI(an FgPDKI knock-out mutant)was more
sensitive than wild type( PH-1).(2) Compared to PH-1,NaCl stress induced more electrolyte leakage and higher accumula-
tion of glycerol in the hyphae of AFgPDKI.(3)ROS accumulation, MDA content,and cell death increased significantly in
AFgPDKI as compared to PH-1 under NaCl stress. (4) The relative expression levels of anti-oxidative genes ( SOD and
CAT) were significantly lower in AFgPDKI as compared to PH-1 under NaCl stress.(5) All of the above physiological and
biochemical responses could be recovered to the level of PH-1 in AFgPDKI-C(a gain-of-function complementary strain of
AFgPDKI). These results suggested that FgPDKI played important roles in the regulation of HOG downstream pathway
and the maintenance of anti-oxidative capacity in F. graminearum under high osmatic stress. This study provides new
evidence for understanding the molecular mechanism in fungi’s osmatic stress adaption.
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PN R BEIRSETATIANG F ThE DL I — ol 7 T SRS T P 3l R AR BN R S 1 BT

RZ  FEAGTE Fusarium F Microdochium X AN @ o' Hobh RASHRILE Fusarium graminearum F1H {4

WRAETE Fusarium culmorum f 9 W RASHEMIEE (F. graminearum) XFRARA R TT T , &2 FIH ] EH
s B .2017-11-02.

HEWHE . HEHE S & HRIEL(2017YFD0201105) .
BEILEREREAN: LtFﬂj‘JXL %’l'fx TﬁE’F 5T 7 1) « A BRAE A % DL K o T A2 . E-mail ; xuxiaofeng@ njnu.edu.cn




ZEEHE 5 FgPDKI JATE AR SRAD B Wi 0 3538 ki i 55

W, ST R R RAUE AR 2~ 7 A, Tl 58 S5 GO |, S A W0 0 R . RS A L A3 B
WA, 2806 3 AR /N A A A T D s A, JCIRREAL T, B F. graminearum 4=FER 4L 1 58
R RE L F. graminearum O ST 22 B A B A A R s R 22— Lo

R T R AN AR A AR R T — RGN IR EE L. AR R BB R
IR R ML B h A R EEAT . SR B W RS B BB, NI 5| &8 B
36, TR S A R 45 A P A s e ARG T, LA R =8 H U (high osmolarity glycerol
HOG) ik 3 2 17 Wi, BVl OCHERE N hog I /1Tt — R Y RBEHE -5 B 45 H & 0L, T 4E R 25
FESPAT . AAER 3l i WA S T B B IR ABFSE , B A T B HOG @ A8 h & 2 M5 S il st (1
8 I 8 0 13 el S O 1 e L D B/ N 1] 0 W S E N L T R B ) ST R R e el I EZe <000 2 v

VR R A A B TR A O e A = e A b & 43 s BV ). DR R R e S & 514 ( pytruvate: dehydro-
genase complex, PDC) A] LA 128 5 2 1 FH A Ak DA I A3 il 2 2206 19 0t L BE CoA. PDC EZL il DL =348
A3RE) B . TR R JIE 0Bl ( pyruvate dehydrogenase, PDH) . &6 3 Bk i £ TR 6 A% WE . — 0B~ Bk B I
fitg. 6T PDC W& PERY AT, FEEE@ X PDH F A4 E 22 2 IR B BEIR AL A/E F (I PE D) e s Ak
VR GBS VR ) S B DR R JE S B 84 ( pyruvate dehydrogenase kinase , PDK) 1 > —fh 55 %2 i) 2R {4
fiff , 308 1 W R AL AE FH R BRI ) PDH A TEM: , UE T IR £ BE CoA AYA K, IR mi s 2 bl S fad 72 Y. 55
A A WF5E K IER PDH LIAh , PDK JRAEAS TR (L LA AR AL 11, UEBA T PDK A 45 A= 3R 5 1 i 24
PEVP HAT, PDK RSSO e 2580, HoAe i L sh B b i A B R s T AR B T 2 IR ALY B
IEEERE TR % PP PDK 2R [, BEAE % Pdalp 2 133 £ 22 R RAE JE UL I PDC 1 o 3V 3 A4 5 iR
B (B HETE T EFE S PDK B4 BN 0 A R, S8 =S /i F. graminearum "% &
H— NN BRI A EUBERL N (FgPDKI ) 31 % B FgPDKI G5 28 A AKX 5 1 130 (0 Uk 3 fin e e ek
VAHE EL B R 0 3538 e b & P B AR Y 354 FgPDKI X695 3% 30 it 98 4505 20 % H T B8 19 40 1 HL
il A B i — D4R R FLTRE N2 A W 1 5 R I 4

1 MRSk

1.1 LM 5iH

PEERE  F. graminearum bRUERE R PH-1 (P A=)  AFgPDKI  AFgPDKI-C Y3 3 AR S256 28 A ) TA4E
TRA7 09 i Bk . AFgPDKI: PH-1 " FgPDKI i B 98 78 ¥k ; AFgPDKI-C: ¥ FgPDKI % [H & # 5 A
AFgPDKI T& USSR AR 2 Bk,

FEGAF] . EALEN (sodium chloride , NaCl) W) F P8 Bl A0 A BR 2> ) 5 ff s P 188 ( MDA ) 6 3 57) &5 1
TR A A PR 28 ) 5 AU O R 0 e e A R R 4 5 PT 2GSRI ROS 26
YR T 28 2 KN w5 HoAhF BRI (S A4l ) 430 1 b [ [ 25 45 .

PDA BiFR3k . 442 200 o, #4505 20 ¢, BUIEHS 16 ¢, HIZEMKER 2 1 L, Sl e R K B 5 5 IR ;
YEPD R55590 . 400 20 o, BEREMS 3 o, BREE IR 10 o, FIZRIB/KERZE 1 L,H pH 7.0, SR B K HE )G %
1.2 REHE
1.2.1 E#HEBHR5LE

(1) BB IR SR AR S e R 32 2 3 d VRS FHATILAR T AR R 5 mm ) B B2 Fp
PDA VA, TEIR T FRA 0,25 CHiFE 3 d.

(2) WARBE SR % VAR S% 3 d IS R BE FHATFLERAE D SR AT HL 5 mm A BRI AR, 2 A& H YEPD )
PRIGFRIEN =MD, B 100 mL KRR BEEER 5 AN TETR, 175 t/min 25 CHRPHEFE 24 h.

(3) FIHB A KB AR 0 5 7 A R TR bR PH-1 X $8 Wi i SOk, 1 26 R & AN TR BE NaCl( 0,
0.2,0.4.0.6.0.8.1.0) mol/L [) PDA K577k 25 CHiFRm#K 3 d, B3 3 AEE M i ®EE 3 . +
TR SO E P T LA AR DU A A 2 SR R ERR A% 4 1 TR 75 A2 4K 50% 1Y NaCl ¥ B (0.8 mol/L) , Wi 3%
7720 h.6 h.12 h.24 h 48 h.72 h J5 (W& B sh&AE Mk, BBl 3 AN EE ST i E A 3 Ik
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1.2.2  RF) NaCl R B4 22 3+ A #k PH-1,AFgPDKI AFgPDKI-C %% #3% )

K& R E NaCl (0 mol/L.0.4 mol/L.0.8 mol/L) i PDA K5 3% 3 1% 32 i #k PH-1. AFgPDKI |
AFgPDKI-C,25 CH53% 3 d AAMIFIE W v B, b3 3 AN e B 3 k.

1.2.3  NaCl 432 PH-1,AFgPDKI AFgPDKI-C J& ) % % 32 & fem] 2

K AS TR #e B NaCl (0 mol/L, 0.8 mol/L) A YEPD ¥ 1k K7 77 3 5% 3% B ¥k PH-1, AFgPDKI |
AFgPDKI-C(25 °C 175 v/min) , HAUZZb A0 1 U8 R 22, 5Bk s, F TC K ohge 2 Uk, WSoAR v 22 39547 AH 5%
A RAEARINGE . X TR — e bR I, b B E 3 A E R I A 3 K.

AT L R A 2 | BRI H R 24 h 5 R 0.5 g 22 T E.04 A 20 mL (7848
IKBEHER AT, 53314 (0.,5.,10,20,40,60,80, 100,120, 140,160, 180 ) min il 5 £% 1~ F [8] B2 (1 FL, 52 #4{H, 180 min
J5 R 228 T WK IS 5 min Y AR AE e 2 380 AR AR LA AT AR 32238 (% ) = S [R]Hsf[A]
L5/ B A L X 100%

P (MDA) B, WIAIRG ISR 3 d J5, PRI 0.1 g T 22, R s 9 a0 & D (2 MRk
BA5) 10 LT AN Y I 5 TBA 1 TCA N A BUMITE 532 nm IR GE IE 14

S mNE. WIRIRGEEFE 3 d 5, FREL 0.1 g 22, SR LR ZUH b 2 00 7 1500 &0l 2 (2 B
A5) PO F BT H IR B AU 5 A s e B VA TR B AR B TR 4 A I AE 550 nm Ab I
HefE. [RIEHI/E 50 wmol/L~100 wmol/L () H yAnifE #HZE , FH 115 FriAE & oh H-ii 2

22 TS (ROS) D YR . R AR 59 Y644 4T DCFH-DA X B 22 40 i v () ROS k47 SR %8 e ke
WY ARG RSE 3 d s BUD T EER 22, A 1 wmol/L i DCFH-DA B3RS 30355 20 min. AR5
fif TG 7K IE Uk 3 IR LAVE 25 P 22 AR 3R 11 1) 2 8%, R R i 7 S A Be (TR I K 488 nm/ B 5T K
525 nm) WELFFHA IR,

P 22 AN AE T2 RGN . SR PR S IR ET P X T 22 (R A6 T 0 M 0 A7 SR e A 2 . T AR b5
723 d 5, BUD R EE 22, A 2 pmol/L 1 PL W , HEOGAARET 20 min. SRS ICHE/KIEBE 3 X
DAVE 25T 22 1R 3R 1H Y 2 R IR, R PG B AE (R I 535 nm/ BT K 615 nm) WAL 4 IE.
1.2.4 AREEHH

Qb B B 22 7 ) 3 DR 2 3R 43 B SR FH 2 26 58 i PCR (qRT-PCR) . R & AR NaCl(0 mol/L.
0.8 mol/L) i) YEPD W ARG TR AR F @ik PH-1,AFgPDKI [ AFgPDKI-C(25 °C (175 /min) 3 d. YR HYHH
22 3% ] Trizol (Invitrogen ) $2HUE RNA | 2R J5 2K PrimeScript™ 1st Strand ¢DNA Synthesis Kit( TaKaRa ) ##75
FNY RNA S5 % cDNA  FE G SE PCR REAR. &%t B B AR 52514, R A SYBR Premix Ex Taq™
(TaKaRa) #£47 qRT-PCR ( Applied Biosystems 7500 Fast Real-Time PCR System, LifeTechnologies™ ). qRT-
PCR FE/FUN R 195 °CHAE: 30 ;95 CAEME S 5,60 CIE k 30 5,72 °CHEfH 30 s, 3L 40 NPEER. K ABI
7500 software(v. 2.0.6, Applied Biosystems ) X 3 PR AH XS FRIA KB4 T 43 B, g il 22 DX i e 5 | 0 v 37
F:CAT (FGSG _06554) , 1F [ 51 %) 5'-AAGGGCAAGGTCAACTACTG-3", ) [f] 5] #) 5'-CGACAATCTTTG-
CAGCGTAATC-3";SOD(FGSG_02051) , IE [ 5[4 5'-CCTAGCATCTCTGCTCAAATCA-3', I [1] 514 5'-CGA-
TGTCGCTGGATGAAGTAG-3". K HI GAPDH ( 1E [ 5] %) 5'-CTTACTGCCTCCACCAACTG-3', J [n] 5| ¥
5'-TGACGTTGGAAGGAGCGAAG-3") VE RN S SE R I TS HE. B FE R Rk P b A7 3 IREE.

1.3 #HESZITSH

BUGRIZE RARLL B HEE 3 WG I CEME LR IEZE ) TR, B /e R SPSS 14.0 XHRA 56 i 2617
25 25301 (ANOVA) SRJG 8 F ARG IR AT AL B4 5 5% IR 417E P<0.05 /KA 22 5 B M. X TT R
PR 32 [R] 9 22 SR B ER AR, SR FH e/ NI A 250 (LSD) 3 HAE P<0.05 7K1 25 57l 2 k.

2 iR
2.1 NaCl &= PH-1 £ KK 0

AN JEE NaCl A0 T B A= BB AR PH-1 A=A B30 il VR F 52 B — s R BE R0, &l 1 778 ,0.2 mol/L

B9 NaCl AbJHR R 7% A2 TG 355204, T 0.4 mol/L.0.6 mol/L.0.8 mol/L.1.0 mol/L NaCl 4b B () 7% B 72 7

S BB TR T4.39% 24.39% 50.73% 69.27% (18] 1). #—2%F 0.8 mol/L 1 NaCl &b K B 75 A= K317 T
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A PRIZNE ST, R RAE 12 h~72 h (R4S E) A5, AbFR S B T

IR A 0.8 mol/L ) NaCl AZbHE— 057

0 02 04 06 08 1.0
NaC 19 J&/(mol/L)
* FR/RAL IR 5 X B2 (] 7E P<0.05 7KV 25 5
1 FERE NaCl &3t PH-1 B & £ KEI R0
Fig.1 The effect of NaCl treatment at different

concentrations on colony growth of PH-1

P& BRI IR 50% 7545 (181 2) . RIS

6L —— Control
—8— NaCl1(0.8 M)

Sy
[*))
—_
[\

24 48 72
AT (] b 2 /b
* FRALEE G X 2 (6] 7E P<0.05 K255 3
B 2 NaCl(0.8 mol/L) 4 IEXF PH-1 4 € 840 &Y B (81 5 R
Fig.2 The time-dependent effect of NaCl( 0.8 mol/L)

treatment on the colony growth of PH-1

2.2 NaCl &3} PH-1, AFgPDKI . AFgPDKI-C <81

PH-1,AFgPDKI AFgPDKI-C 7£ 0.2 mol/L F1 0.8 mol/L [ NaCl Zb¥{ A4 72 h, Ml

FE TR HAR. 45

BANE 3 frs, 0.2 mol/L 1Y NaCl ZbFH 5 PH-1 il AFgPDKI-C W& K 54 H X IRTC B & 2% 5, i
AFgPDK1 W H XY B8 5235 F [ 40%. R FHYEEE 0.8 mol/L i NaCl LIE}: PH-1 Fll AFgPDKI-C By 754K

SAEA AXT R R T 52% 1 50% , i AFgPDK1 W) FE S HR R % 71%.

FgPDKI 3515 4T %1 44 W36 10 S S .

10 -
0% O Control
gL “ [ NaC1(0.2 M) 0%

V% H A% /em

AFgPDK1  AFgPDKI-C

B NaC1(0.8 M)
6 |
52% 40% 50%
4 [ *
71%
2 L *
0 | J

XSGR 55 A RUAR L, RS

NaCl Control

(0.8 M) (0.2 M)

NaCl

PH-1 AFgPDK1 AFgPDKI1-C

* FRRAL B S X R Z [ 7E P<0.05 7K1 22 5 1 %
E 3 NaCl &3t PH-1,AFgPDKI .AFgPDKI-C £ K500
Fig. 3 The effect of NaCl treatment on the colony growth of PH-1, AFgPDKI1 ,and AFgPDKI-C

2.3 NaCl %323} PH-1.AFgPDKI .AFgPDKI-C
2 400 B RR i 1 A B Ml

T2 A L A1 T FL S 23 T e A A L e 2 1Y
WA 7R, G 4 B, NaCl(0.8 mol/L) AbFR) 3 F
PRAR AR FL R 248 5 T}, PH-1,AFgPDKI-C 5
2 AR AR LY, SR 2 SR AR A R S AR — 3, 43 )
TFT 35% A42% ;i AFgPDKI B 2 B, S 50 %o
W ETFT 96% , WA W5 T PH-1 Al AFgPDKI-C. 3% i)
W5 8FAE AL (PH-1) A1 E AR (AFgPDKI-C) M LR,
ZARR AFgPDKI 7E NaCl ZbF 5 H BL T 00 K2 B 1Y
RSP
2.4 NaCl &%t PH-1,AFgPDKI . AFgPDKI-C
ZHBEENHMN

HHEEZ IS E I S Ha s, 4 = 2

80

60 -

40

AR L5253/ %

20

0 1 1 1 1 1 1 |
0 10 40 80 120 160 200

ENGERREEUSE IR
—=— PH-1 —a— PH-1(NaCl)
—a— AFgPDK1  —— AFgPDKI(NaCl)
—e— AFgPDK1-C —e— AFgPDKI1-C(NaCl)
4 NaCl(0.8 mol/L) & ¥23F AFgPDKI
1 AFgPDKI-C F£MEM RS E
Fig.4 The effect of NaCl( 0.8 mol/L) treatment on the relative
conductivity of PH-1, AFgPDKI ,and AFgPDKI-C
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FUH R AERE AN P A0 32 35 FE A A TR, i P 9 7 5 o] T4 7R T 22 A0 3 A2 95 38 a0
JE. G 5 Fias, B8R NaCl(0.8 mol/L) 4B )5 ,PH-1, AFgPDKI Fl AFgPDKI-C 22/ H & B B F
Tk B AFgPDKI T 42 0 H &840 942 PH-1 1 AFgPDKI-C {1 2.51 1% H12.97 1.
2.5 NaCl &3EX} PH-1,AFgPDKI AFgPDKI-C B4R _EB &=

TR A R 40 RS A 1o 4 A 1) S 780 = g SE e T D S e 4 it S SR AR B O R . IR 6 TR
NaCl(0.8 M) 231 )5 , PH-1.AFgPDKI F AFgPDKI-C 22078 — B & 1k W88 hn ; PH-1 F1 AFgPDKI-C
Z IR JC i 2 25 5 1T AFgPDKI TR 22 /R W & 5t i 2/ T PH-1 Al AFgPDKI-C.

2000 - c i a _ 400 -
B 16000 Oloae = 3 O Control
g aCl £
= 1200 = 300F ENaCl B
L b g
g 800 c §
= d g 200 b b
50 o
& 40+ ¢
= 30 2 e E% o & ¢
o 20 - ‘
10 - =
0 | | J 0 1 | J
PH-1 AFgPDK1 AFgPDKI1-C PH-1 AFgPDK1 AFgPDKI1-C
ARV FREF R AR A FRRIZE P<0.05 K255 0.3 AR/NE FEFRAF L BEEE P<0.05 /K F-25 573 B3
B 5 NaCl(0.8 mol/L) 432X} PH-1,AFgPDKI 6 NaCl(0.8 mol/L) 43234 PH-1, AFgPDKI
0 AFgPDKI-C Hih& 8200 # AFgPDKI-C B4R _BEEENHIN
Fig.5 The effect of NaCl(0.8 mol/L) treatment on glycerol Fig. 6 The effect of NaCl(0.8 mol/L) treatment on MDA
content in PH-1,AFgPDKI ,and AFgPDKI-C content in PH-1, AFgPDKI ,and AFgPDKI-C

2.6 NaCl 43X} PH-1,AFgPDKI . AFgPDKI-C & % ROS EFAFN4AB63E - 1 220

FFEER I X T 22 ROS R SEMA , AR T8 R AR S O 4T DCFH-DA X [ 22 4 il )N ROS 47
JEASE RGN, 2 (0,90 6 5 B AT S Bt ROS AR & 5. 25 WAl 7 r7, NaCl (0.8 mol/L) 4 J5 , PH-1 Al
AFgPDKI-C 1822 ROS %650 FEMG U 92 5 T AFgPDKI 1822 ROS H06H WAL, SRHIZOGHREE P1 X 18 22
YU AE T DA T IR AGI | 21 (58 i B S e M FE T RO R . 45 SR Nl 8 BT, NaCl( 0.8 mol/L) 4b B ,
PH-1 1 AFgPDKI-C T 2221 (565 BE A48 5 5 1T AFgPDKI T 22 21 (075 6 B I 39 0. X SL 25 SR
S EPAE A PH-1 WA, SRR AFgPDKI TEER A S R 22 2080 ROS R £ Jf H 2 L H T 9 51 1% 248
SET- 4.

Control NaC1(0.8 M) Control NaC1(0.8 M)

PH-1

AFgPDK1

PH-1

AFgPDK1

Q Q
2 2
a o)
2 2
< <
7 NaCl(0.8 mol/L) 4b323F PH-1,AFgPDKI &8 NaCl(0.8 mol/L) 432X} PH-1, AFgPDKI
# AFgPDKI-C &% ROS RRHIM # AFgPDKI-C B4 MK
Fig.7 The effect of NaCl( 0.8 mol/L) treatment on ROS Fig. 8 The effect of NaCl(0.8 mol/L) treatment on cell
accumulation in PH-1,AFgPDKI ,and AFgPDKI-C death in PH-1,AFgPDKI ,and AFgPDKI-C
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2.7 NaCl 4323} PH-1 AFgPDKI . AFgPDKI-C & % SOD #1 CAT ERE R AR

YA AR D) 22380 B SR R, 1 0.8 mol/L i NaCl ZbFHJS 3 FhE MR Y CAT K Fk B4 ff F
4,18 AFgPDKI " CAT ByZEiAH B Z (KT PH-1 Al AFgPDKI-C( % 9a). %FTF SOD [, NaCl(0.8 mol/L) 4t
PG, HAE 3 PR AR IRYS LA B7E AFgPDKI H () Feik i WK T PH-1 fl AFgPDKI-C (& 9b). A
1 SOD i85 CAT, W ETE PH-1 Fll AFgPDKI-C HHYFIA B —F (K 9). XLLL5 LR, MR FgPDKI 5
F. graminearum TEERMIE T FIHTEARE ST W3 T .

20 5.
X A
® 156 [ Control ®o4r a [ Control a
2 7 @ NaCl a = @ NaCl
H_ a H‘ 3L
% 10f b b b %
c 2 b
fuct i cd c
A 05F E L d
o) < 1
[77] @]
0 | | J 0 | | J
PH-1 AFgPDK1  AFgPDKI-C PH-1 AFgPDK1  AFgPDKI-C
(a) SOD (b) CAT

NRVINE F R R AR RAL BRI AE P<0.05 KF-22 5% B35
B9 NaCl(0.8 mol/L) 42X PH-1, AFgPDKI 1 AFgPDKI-C & %2 SOD #1 CAT RiXHIS M
Fig.9 The effect of NaCl(0.8 mol/L) treatment on the expression level of SOD and CAT in PH-1,AFgPDKI ,and AFgPDKI-C

3 Wi

AR A S R AR B E M e A O Rz — " B g R SR F. graminearum W T R
PRI S G A FgPDKI J2 Wl V8 33 W0 1) 81 B I . —, AR K DU 45 2R IE S B FgPDKI J5 1)
F. graminearum R W30 9 BUBE B 00 = 3RA R, FePDKI MR 225K AFgPDKI 87 A7 PH-1
B 20 B35 P R v R B I = S EFAE A PH-1 A ELER, £RBE R AFgPDKI H1#) ROS 2 %A
A 0 | 4t B 28 T B G s i e A RE 0 A 3 TR DY, R A U (L SR BLAE AFgPDKI HRMF
AFgPDKI-C WA PR SIHF A= UK. X B85 U6, FePDKI WAE R LN T2 5B E Wi T
HOG i 42 F 4 Ak 38 AL

R A FEUY ROS 1o 5 AR S e L T 40 M 1F 3 A= BRARIH Y EEEE P ZR 17 SOD Rl CAT 2 4 i 9 7
Brid i ROS MISCHEPT A ALEE. eI, b8 T AFgPDKI 1R AT A AL BEE R 0 22 38 7K -2 B
AR T HF AR PH-1, DT AT B8 20 12 77 A4 19 ROS AN BERE M B BR. X 2ot i 2 ROS AT 3+ 4 ifd
JE, 1 AR N Y B A , i — 20 S BT T A A AR AT UL SR A TR FePDKI FEYERR AN
Mt ALK 7 T & 4 AR . A R s, BERE PDKT A8 AT H,0, RYRSE R > 2Rk
HR A L AL B A0 ROS AU BB I5 22— PDKI VE i v G E it e B0 5 5L I 7 A
2 A R ROS A4 1 4 FHAR VT f 2 3 ok 90 ) S 667 i ot Ak v W AR S B 7). IR A28 B il
B E AL, FgPDKI 253t 2l VR AL 6 ROS 13 5 RFUL TR Lt — D IR AL

W R, R8T AFgPDKI Wt SR AR A B AR A 1 28 Bt 7R v AR 3 0 s B IhhaE Ak 0
T, B AT HOG T i@ Ae il 0y 2UA B A [m]. BAHESL T , HOG 1Y) F R A8 AR s wailih , T 55
SRS BSE . ABFEEB AT Hogl AI#E— D IE & H Fps1 JCHT, DT 2L 7 41 il 9 R AR
WL HMM . AW R AFgPDKI Xf NaCl(0.8 mol/L) ABENE 25, FIK 0.8 mol/L 4 NaCl %f
T A E AR T S5 BE Il X T AFgPDKI WIZE B 1 B hia 440, il i 845 Fps1 414815 i
A H AN, X VLR FgPDKI AEA FIEIa 45 R RS 8 R HOG 42 1 XA [ 2 BE 1932 38 W 3E 2. 53
Sh  FERERE Y PDK A 1 354 S5 B M BRI HY -ATPase ™! | Il H*-ATPase 18 o 4475 H 3 24 15 13798 15 i
T A AEEEAEH . 78 F. graminearum XT3 WE i FE f i — 2558 FePDKI YRR H -ATPase
YA B TR#HT FgPDKI VA5 % W0 1915 5 1 H M.
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