2018 4 7 A R AZFFRE AR ZFHO Jul. 2018
#35% ® 4 Journal of Chongqing Normal University (Natural Science) Vol. 35 No. 4

DOI:10. 11721/cqnuj20180417
KMWERE VDme 2 BRMERBHREARESTHT

W, HEF
(RIS R ARl b & DA L /E  EUR TR R ST L . FBE 401331)
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tumefaciens) N T EEENERBT VDmef2 HEWE SR BRE R RENM T ZREERESRGRER IR LG TH
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AR AROCTE R 5 R 288 T SR S AR AT . T 20 7 43 BT 14 i b AR b H D R R 2 oK OE SR 4R, K
Rl b AR AR TE IR 25 CRUME G SR = N, B HOG BRI 16 ho SBRREREE ) 500 pmol « m % s ',
L2 EMERFESH

FETWERE ScRIml FE R g 5 19 28 JE 112 17 9] 76 K T %6 A 147 25 PR 20 404l 12 Chittps: // www. broadinstitute. org/
scientific-community/science/projects/fungal-genome-initiative/ verticillium-comparative-genomics-pro) H ¥t 17
5] 58 LA Aok TR 8 A5 B [ 9 2 X VD omee f 2 RO 8 57 5 : VDAG_00939) 3 R H Clustal X 2.0 #fF X VD-
mef2 5 15 H AL E 1 Rim1 88 (08 £ R IR 2,
1.3 #Hkiag

WA L ALY 5 8B iH 514 5F/SR B 3F/3R G334 3 VDme f2 BP9 LR WEM B 9 7 Be. 1] Hyg-F/R 3]
PO\ pSilent] 2D 18 191 85 3 07 vEAr 10 3 R, fo J 38 o KR IR i 4 0 D VA AR 3 BT A H2 B pGFP MOk BE IR bR
AR pGFP-VDme f25 ;918 VDme f2 SR LA K R 1 500 bp Al 1 000 bp 751 1%E#£ 5] pG418 4k 3 K 5 %b
B pGA18-VDme f2; § 8§ A LB T VDme f2 K2 H K35 5 51 % 45 ) pSURG #4500 IV 41 i 1 £ 28 14
pSURG-VDmef2 . FHLEIEGA @GR 09[R SRS A BIRFF I AGLL . Bk 8 TAEAE 2 5 T 7 5256 = 56
. AL RKFERS IR 1,

x1 FARABBSY

Tab.1 Primers used in this study

514 % B FIPFES(5—3") i
5F AGAAGAGTAATCTAGGGGAATGGGGGTGTCGTGAT VDmef2 F e Bed 1
5R GAGGGTTAATTGCGCTCGTGTCGATAACGCGACGA VDmef2 BN e Bed 1
3F TCCCAGTGATCTTCGAGCAGGAATCTAGAGACAAG VDmef2 3P T By 1
3R ATTACGAATTGGATCAGATCATCATGCCGTGTTGT VDmef2 S FiF i Bey 1
Hyg -F GCGCAATTAACCCTCACTAAA o 3 b I R 4 1
Hyg -R CGAAGATCACTGGGAACAACT i e AR 10 B R 9 4
5-out-F ACACGGTGGCGCATCTCAAT [Fi) V5 R 4 56 UE 51 )
3-out-R TCGTTGAGGGTTGCCCAAG lii] 5% 20 4631 51 4
5-comp-F GGACTAGTGGGAATGGGGGTGTCGTGAT H AN ARG Y
3-comp-R AGGCAAAGCCCGAGGTTTGA H AN G
B-tublin-F CCGTAACGGTCGCTACCTGA RT-PCR &M E kSN
B-tublin-R AGCCTCCTCCTCGTACTCCT RT-PCR BRIk NS 5K
939-F CGCAACCGCTCTGTCACCTT VDmef2 3 H 85017
939-R TCTGGGGCTCCATGGACTCG VDme f2 3N 33550 17
939-ex-F CCCTTAATTAAATGGGTCGAAGGAAGATTGA VDme f2 %KW 40 5 {3 53 #r
939-ex-R GGACTAGTGGACTCGACCTTGGGGCGTT VDme 2 3£ W41 5 137 53 0

T 7T S 2R Ak DA Tl 1) Ao A5 Bl 47

1.4 KImEREEK

iz IS 3 T A S 0 5 T I AR AR IR A T . ZERRIR B 28 °CL160 v+ min ' SR EE SRR T 48 h,
B0 J5 M 10 mmol « L™ 4§ 4 8% 1 200 pmol « L™ 2k T & i 19 IM 5 5 15 5% W 2 U8 W0 Ik, B 400 B 3
ODyo (HZZETF 0. 15 M1k, FEFER LA 28 °C,160 r « min ' 8 R EEAKRATE L 7 h i ODy (24 0. 45~
0.5 W& . # AR PDB WA RS FR 3L 55 37 20 7 KA K Fe A i i 3 )2 48 e 4 g 3R A4S 20 A A 1, T JE T K
Wi B s BN W AL EE D 1 X107 « mL VI T . R A S AR T 5 R I S A R A AR 11
TR A5 U A0 7E TS R 21 4 AL UE R - (FLAR R 0.8 pms ELAR S 80 mm, b1 25 8 Sk A7 BR 28w Az 7)o U - Al
fE % 5 mmol « L " AHEH 200 pmol « L' S BT A A B9 [E 44 IM PR |, 7E 25 CRERFRFMTHi R 48 h 5,
WL B 500 pg » mL T IS FR PDA B 5L b OIFARE SR B AR 430 A 50 pg » mL™" A3 55 R il
25 pg » mL 'HYBHERE R (G418) |,25 CEIE R 5~7 d KW G Tt — L0047,
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KT Ay BT AN [RBRUR R AR LR 3 R R H, O, 6 KN A8 R B 28 28 4R (KO F1 KO2, 43 ) S 95 A 7l 37 5 1 1
VDmef2 wiBg A8 R E ) VB AR (W) Al 8] &2 1 Rk (KO1-Compl) i 42 1 LA K 7= A 90 4% BE 1 89 5% Wi, BUA 7
B 1X107A « mL ' By B3R 4 B oK T 58 A TR B A IS VS 3 p L iR AE R E A 0.7 mol « LT KCLGE
)5 mmol « L "H,0,.1 mol » L "IHALEE (BB ) LA A E AT kY i G BO By PDA B33 [ R
Hiy, 22 13 T % DR T e A TR AL 0 SR B S T A R O 2 00 I R A M L W R E A 1 R 5 G B g Sk
(CDM)F-#i L LA K MIM i B A% 75 3 45 72 3 A 275 B F 25 CER B RA R R 9% 14 K5 B R 5 B 25
AT KD VLR AOA T B I IR, O T 3E— 25 4 AN [RVR BE H, O, X VDme £2 578 P AR 00 400 11 2800
V0 32 0 B8 I 1 A I e S A A0 T VS VSR B S A RN HL O, 19 CM B 35 3L 1Pl |
1.6 KR EBRE 5

F PDB R 3% 555 32 R R 7 K5 L0 A 3 D8 AT 96, 250 J5 TG A /K i 8 OB V5 W v 78 %5 3 i) 3
H 1X1074 « mL T SR HIEMR A RERN 10 mL BN IE B A 20 42 KO BE AR 200 04 138k ™, 2% 15 RJF
L Z AT W0 11 K 9o 15 O 5 1A T L8471 R

2 R

2.1 Riml BRERERIRSE 5

WA T 7R RN A AR R B T 1 NS ScRiml FEH & FE RNE S VDme 2 %3 417 54 & 7
AAWETE D . VDmel2 HEH 634 MNEZEMAN . J& T MADS MEF2 2855k 1. HAff MADS-box, MEF2
I SAM fR<F I RESE M2 DNA 255 X (] 1, 2) . A1 F X 43 87k & 3 VDmef2 8 25 /R T 9130 TR ST 5 R
B2 EE ScRIm1 | 2B % (Aspergillus niger) AnRlm1 DA N 89595 B (Magna porthe grisea ) MgMigl 5 H [A] J&
B, X EREIT MADS-Box 656 5 K 7 2 Wb — BN RSy Y B 7 A W) A KR & DA R i% 55 T g
i T EE A A, MADS Box #5151 CCA/TH6 GG ¥ FIAHSSE G T 42 JE P 3R 5k . B 1Y
PRSP ORI e T X R sk 4 &R . Rk MADS-Box 284 5% [N+ BAR £ WA b R FER W i Dy g L 10
#HEA MADS-Box f~F I gl .

12

El 1l E2 E3
s — I ) N -

DNAZE GO, BRafb 5

A

MEF2
W VDmef2 BNAFIAE 3 D4 T (ELLE2 # ED FB AN A (1 F12) 5 58 S5 0B 2 W VDmel2 B4 DNA 454 X K W 12 1k 17 15
B 1 VDmef2z BEEMALEHT VDmel2 EALEH

Fig.1 Schema of the VDme f2 gene structure and conserved N-terminal domain of VDmef2 protein

2.2 VDmef2 EAEM D

KT 53 M1 VDmef2 8 A A7 KN 568 5 H 0 W 402 7, B E A T VDmef2-eGFP fill A 53, 88 5 5%
e B KIS AL B AN 9 . B Ak 1 3 o 40 A% G BE Hoechst Je (0 )5, SR 5 26 35 76 96O W WUBE T WK ] VDmef2-
eGFP fil & # F1 5 Hoechst & M 7ERAEMALE . XA R ER W VDmel2 8 H & LT K00 568 8 4 A% (K 3,
2.3 AREABEHMESERE

R T 325 Hr VDmel2 8 FE K00 584 B T 9 D) e 38 2ok A S50 5 A 7 A DR s AT AR 2 A A A O 22
ERPIER T KRN VDmef2 FH . X VDmef2 3N F RSG5 3" ) UM M 5 & itk Rk E
HygR #4793 (B 1), 485 76 EXOIIL 19 4F F R fil & 3F 56 B @B 21K pGFP, i 2045 31 5 il B 2k 4k pGFP-
VDme 2, 83 AHF T A T A0 I I 50 A TR 36 T 9 O HEBR 125 40 25 i o 31 ik PR v o 35 Ak Ao B TR ik L 48 U 38
AN E S| B RS K 2 R R A BR R AR (KOL 5 KO2) 1 A8 Z R AE R Y 1 B
KT 2 AU K I 8 A (W) (& 4b) K& RT-PCR 43 A1 38 11 4 X g B 22 748 7 (KO1 5 KO2) KA 3| VDme f2
LD ) #3585 3 KO1-ComplVDme £2 [0 58 %35 (Bl 40)
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MADS-box MEF2Z g,
, 10, 80, 90, 100, 110, 120,
AnRlml EIFFIEDDRNR . [APERCRERF NGKRDDDDDEDE|I[TPAPEDIVHPTPE NE|PMIP AHLP[gHE GF
MgMigl ETESNTEDD RN R .TRlrCESEFNGGDDDDEEEGD|. [GTPP LD, . .[QPMDAHMMP FHF QOGP F
Vﬁmt‘ EI IJ§DDRNR . TRAHISGISF NGGNDEEEEEDDNIGTPPIR|. . .ESMEP|QMLPFHF Q[EOP GF
ScRIm1 E 1/ 18D D RN RE LERVIEDIISIYG. . . . . DFHKSASYNINQDILLRISSMSNKIP SKSNVKIGMNQS
—
SAMIfiEkk
130, 140, 150, 160, 170, 180, e J(‘19(). 200, 210, 220,
AnRlml Qg .[[VTAAPSASEP JGNGHAF.|.[].[1]. . AP RHGTPOP QGVSRE|S[ERNHLRRVSSNMGP| AT PPONGHTNIPNESVYNEN .. .o vvWu. ElAHA] PRPEOF TGP 6P H.[. B
MgMigl PPEVMRHYTPSASP P I[P|NGV[P[F P[P[H|. [GIH GIVP RIG/H TP QML|S RP|G|S RNDJARRMG QP MG P| -l .|. . vNGFGF|Gla0 0 SMY GJgP NT TMP P HMP|P|gMAP|GIP) FYQHPQHPHF P[P H
VDmef2 PH. .MRHHEPSASPPI|.[NGMHF QQHP|GQP(GP RISHT|F0P QMG SRP[AISRODITRRIGQQOQP| |-l OPVNGY[AFMPNPATYTEION. . .. .. QQIMOQIH| oloiGEd0 Y plaly PRINHIO OlOIP H
ScRIm1 ENDDDENNDEDDDDHGNFERN|S NMHSNKKASDKNII§SAHMKLLEP[TAL TISKMDGSEQN . dbllon Lk ruKEIDlP Lo TSR T80 0000 0N T SRiplv[a SlspviMLilOls s slsls sfils FlPK
230, 240, 250, 260 270, 280 290, 300, 310, 320
AnRlml QEFerpouaramMePA.[.).[ ). SMEPQSM. .[PPHTMAP QAMPPHHQAPF .|. [AMP[HPEIHA L SQQP P PMAMTOP PJH[A QAFLPEQGRNsMEeTFT TEQQP|
MgMigl PRIHPQQPHQPQOMQOQ.|. QF|I[E DIGE TMEANF AP HPP PPP HGPMG| QRHSVSPPQQPH IJOLPPOQP QQIE PHIS|S P P|QIP EPPQHQHQQQPEMOEPRPIEQQOQ
VDmef2 Q00000000000 MO Y|LEDQIRRASMIZPTY .|. .[POQNTQGPQ. SRISPSEPOZNAQOLYO. . .| QHOQSS SPPPE‘ EPQHHQEGAMLARTIE P[VKQE SR
ScRIml LESFONSSFNGRPPPT|SI|.|. SPNKF SKIgF TNAISSRTPKOEHK/IINNSGSNNNDNSNY Ti|SIAS|N S LED S 1 0o TMKARRK| IPNNNFSSNSAT|SER/SSAS S|T[s|2
330, 340, 350, 360, 370, 380, 390, 400, 410,
ANRIMI «cvvvvvvnneanennns PPPR[TV[SLP|EGTAP TDEMP GP MK TE|GT P S|PPHORS s SIS RS I F 1| IDDRGSVLARHFGVHFETEAGEN oTKREGATLGPNE.|.[. . .]. . . [GKE|AGLTAKFFFF |
MgMig]l 5QQSQQPQEFQSEPARSLEPPEPPELEVKTELAPPAQPGRIPQPSILLDTAVKKLERQIEOHSIF TRIDENRS ILS QHLAAR SKNKISISP PR HRS SIS VDE S|TIS NAIS ES RIGK DIKIDIAS SP P LLK
VDmel? 555556 50 &5 5 66616 508 PRAP[LLNT[. « v v o v ufe v u oo n. .| - DIY/AIKKMPQRISOHS IF TIYTDENRS I LS QHLASH DS . s|als|KSDI¥GIKIE[SVNRS[Q[S . VD V|SRT|N|GHTSSPPLP Q|
ScRIm] NSMGS. ... ... .. .. SoIMRENKTISRSSKISPLSASASGELT LoklsnnGRMy ILP NANABNGSuNGNGs NNNNHElYElFles G SspiLF sBiTor v TlaTe LoPlsu TP GldP FlooNTISFILAQROTO
420, 430, 440 450, 460, 480, 490 500, 510, 520,
AnRIml | [(PRAHIE. . . .EERPQ L [VRTNSGQFPP|. .. ... RIJOLKVQIPSENSDRGS KTLTPA. .[KANPDTGHSS.[[VVLPPPSPSAGAI LEAGAQGP PP F ARPFPP
MgMigl RADPRAS|I/S|. . . .[sV[SSAPESRAP SRSNSLRAGP[. .. ... PRIFRLKVOIPDEQSEDG S| GSTDTbHaAK NDSHSS[TNMVLPPPSPSASALLEJAGATGPPRJP FAPKRPP
vV mezh QS[PSQGE|GIKIGRNV|S I[AAIPE T|T|F SRSNSMK|LGS[VGGGGGARBPRLRVEIPDEPSDEQQ. TQADPAAT) RRPEGQAS|.NMVLPPPSPSASALLEAGATGPEQPFAl. .[RPA
ScRIm1 ¥.|.QoMSIFKKOS QL VP LTL TLTG STFSGPETISN. ... ... GlPTGSLPSKFVHDLMS| wskiGe NS AKPloNTINNE GTHPPvOTAVNNGNS SN T SETNN TNNNRINNNNNN
30, 540, 550, 560, 570, 580, 590, 600 610, 620,

5.
AnR]ml GAAPQNNSAYNNNSHRITDTPISALPERFVSDALLESPSSFEP EW| P LTFPTPAVQSEPGFGREDEQDK|. .[KRKSPD|S|GP|. . .. ... .. .NAEGV]
M%M"’l QHP|. . APGLRIIDTPVSALPHRFLNNEFLESPSSFYPDW| LNFATPVVGTEP SFLRDENP|GASLIKRKSPD|N[LS[IHGPISDNPLEAGNE|
\] 'mels pQp) NNMEIIDTPVSALPHRFLNNEFLESPSSFDTYW| LNFATPVVGQEP SFLREDNP|P| JKRKTPE[I|GS| S[ESTDTGGD|
Sr'lel NNN. . .[SNNGRIDNNSNNSNNEJYYSNNED NGAAISEH] E]STYDAAATAYN| TGLTPYINTAQTP LGTKFIFNEF|. |.STDISGE]
1 :Scy An, Mg Fl VD 23 5 2R BRI EE B (S, cerevisiae) BTG (A. niger) FEEIRE (M. grisea) MIRTH4ALTE (V. dahliae)
= — RS 73 729 =] <]
2 VDmef2 SEMER Riml XEBREBRFFI R IEL T

Fig. 2 Amino acid sequence alignment of the VDmef2 with RIm1-like proteins from other fungal species

a Hoechst b VDmet2-eGFP ED d #EE
B 3 VDmef2 & H I A E i
Fig. 3 Subcellular localization of VDmef2 protein
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KO1 KO2 N WT M Compl KOI1 KO2 N WT M

4000 bp 7 500 bp
2,000 bp 5000 bp 100 bp
500 bp
1000 bp 2500 bp 250 bp
a P VDmes2 SR RG4S 3 b FERAKAE VDme f2 3£ H ¢ RT-PCR 4 #r il bk 5645
i) B AE FPvE A B (HygR) Ay L Tk 45 41 o I 9 A5 R 1 B Tk 5 BE P 3k 11 vk 45 R

. KO1 5 KO2 BWA VDme f2 FE P R 58728 W bk A T 52, KO1-Compl Jg KO1 28748 B 1Y 3L B 0] 52 4k 7, WT 2 KR # A i B AR 50, R
[ 3 N A SGE K B IR M o DNA 20 T A5 f
B4 VDmef2 BEERMBRTEHESFHik

Fig. 4 Construction and confirmation of VDme f2 gene deletion mutants

2.4 AEAMEESHTAMERENRE S

R BN A VDme f2 270K KO1 A1 KO2 72X IR (B 5a) L&k (B 5b) filE s % & (& 500 1 PDA 85 3%
Ferp A R I A AR 25T S R R RR IR CRERE 4 2 05 5 08 8 1 CDM. 35 37 3 vp o [R) B 8 A 36 3 H3 B
WA RKZES(E S5de. D, R, KOL 1 KO2 78 MIM #3555 5 - BOMEE e 2SS T WT
(F 5 X Ho O, B IUR (B 5ho o B B B I 1 TN 48 B B 78 7 A6 AN R HL O, 19 CM 53R b | AR K
0L 8 51L7, kDB 7E H, O, ¥R 2 F1 3 mmol « LAY CM FEA L KO1 F1 KO2 B/E KB 818 T WT fi
KO1-Compl(H 5k,D,



% 4 B BREE AR E VDmef2 3£ H I3 R B0R A% oA 113

b H#k PDA ¢ FBEIE PDA d FEERE CDM
(% 0.7 mol » L7TKCD (% 1 mol « L1 AL ) (wigem =0. 2%)

e HHEKIK CDM [ &EMH CDM g MIM h % 5 mmol+ L
Cwaam =0.2%) (wiey =0.2%) H,O: ) PDA

i RE H0 i CM i f1mmols L7TH, 0, M CM k% 2mmol» LTTH, O, f9CM 1 % 3 mmol « L™TH,0; fJ CM
TE a2 h R 14 RG4S B P SR8 4 DHEIE S8 WT () KOL(ZE) (KO2(£4) F KO1-Compl (F) 51 £ 1 36 3 KA. 2 k
TR A AT RN BB 4800 KO, WT . KO1-Compl Al KO2, 1 11 i 7% (9 B #% N 121 F 43551 8 WT Al KO1-Compl,i 2 1 rh 4 47 I 46 B 1 4
TIN5 I ZE BRI R 1108 ,1X107,1X108,1X10%,1 X104 1 X104~ « L1, LI B St @ e 3 %
ES5 AREBMEZFHETAMERERESN

Fig. 5 Phenotypic analysis of V. dahliae under different stress condition

2.5 MBEKBEHKE N

NI VDme f2 3P A5 55 RN He A4S A8 B0 AH G SR FH P ARV 35 b O 8 s v 30 ol 3t A 4 L O 0 BT A
[) R BRI SO0 g . 4R 15 KJE WA B LA B A= AU ORI #6 AT WT (9 Bl s AT i e R B0 o 45 il L 04k L 2 HS N5t
A5 BRI Y B E IR (] 6a) s #2280 KO1 5 KO2 5 04 Bl M AR - R 55 4228 T8 181 7K CIFE X BED Bl b Al et 3R 9 13 1)
OIS, 14 TC 2R R (B 6b,c,e) s KO1-Compl YK E T VDme f2 F R wi BR ¥4 T 00 0% 68 77 . S 20k s AR
gt FEERE R 6d) . FIRESIREY] VDme 2 FePRIBLRIR 5 5307 K00 58 B 58 A2 R BUR 13 2% 0%
HE PR 5 T A T 1 B A K

3 i 5iTie

RuiFeAs i VdMem] J& T Meml 28 MADS-Box ff 5 e 5% ] 1F 5% 25 S 3 W2 5 S I -5 K T e s 7
67 A% B0 S e AR AR A 50 AT DGR B (Botrytis cinerea) B 58 1 % W] MADS-Box 28 %% 5 H
Bemads1 R 8200 T 2228 K R AL RO 10 5 X BERIT T 45 R IS L A F 5 4 R0 3R O T e A TR



114 FERFBEAFFHMEARFH  http://www. cqnuyj. cn % 35 %

Rlm1 2¢ MADS-Box ¥ 5% [ VDmel2 5 K0 B B R I AR G VDme 2 28 KX H, O, o 580U,
Gl VDme f2 S22 A T Xk i AR 09 00 77

d 3R T EE Rk (KO1-Comp) (1 fili b A 45 v e AT ICTR K CB X BRO 1) Bl b R A
E6 AWEREBESERNSHW
Fig. 6 Pathogenicity analysis of V. dahliae

LA TA MBI EH I MADS-Box % 5% R 7 19 D) il 1T 5. 5 K 1 46 B2 7 200 e BE 119 58 BE MR A OG . JE
PSS R 0 M BRAE BRI B P AT 25 32 ScRIm 1 28 A $2 A9 BE DA L 3ok 28 35 R R 22 55 240 i BE A 5C Ao 1 5 A 38
AR O B AT T 0 e A= 200 7™ A 4 B i iR A ST 200 I 1 A B X0 A SR T T D R AL
J L) 2 3 3 45 15 e AT PAY B8 25 o 97 80 T B R XS B0 S TR 2 T X AR B P SR B B VD me f2 578
RAAERE T R BRI 2 S 20 A S 20m I RRAK . UL, RN VDme f2 SRR H, O, REURMEFTRES A &
20 P BE SE B A G

A7 I A B R A R IS R R < A B A T el R v, K T 8 R T A 2 T 22 A ML K 2 g
A T PR (0 R R 070 AR I 18] B O TR €0 3R UK 2 AT R ) B A B 22 B A L BE b AR BESE t T VD-
me 2 GE7E A (R A D BE S B Wk AZ A0 DRI R AR AT 305 05 2% 1R T O PR 0 BB A B BE D A BT R AR . — LB BE T &
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Functional Identification of VDme f2 Gene in Verticillium dahliae Involved in

Stress Resistance and Pathogenicity

XIE Chengjian, YANG Xingyong
(Chongqing Engineering Research Center of Specialty Crop Resources, School of Life Sciences,
Chongqing Normal University, Chongqing 401331, China)
Abstract: [ Purposes | To identify the function of transcription factor VDmef2 in Verticillium dahliae. [ Methods ] By virtue of
Agrobacterium tumefaciens-mediated transformation (ATMT) method, the VDme f2 gene was knocked out from V. dahliae. Fun-
gal growth and susceptibility were analyzed to carbon sources and stress conditions, and it also was determined whether VDme 2
gene was required for microsclerotial production on MIM. Cotton (Gossypium hirsutum) seedlings were infected to evaluate the
effect of VDme f2 gene knockout on virulence. [Findings]Protein subcellular localization suggested VDmef2 located in the nucleus of
V. dahliae. Further assessment revealed that the VDmef2 mutant exhibited a significant delay in microsclerotial formation and was
also more sensitive to hydrogen peroxide stress, and showed decreased virulence relative to the wild type strain on cotton. [ Conclu-
sions ] VDmef2 is essential for microsclerotia formation, resistance against oxidative stress and the pathogenicity of V. dahliae.

Keywords: VDme f2 gene; MADS transcription factor; Verticillium dahliae ; oxidative stress; microsclerotia; pathogenicity
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