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79 [ 2lfEEL B RpoN (o™ A F)IEE D f
ZRE.MEX, X #A,BIEE
Ch EfME R B A AT Jbs 100193)

&  Z:RpoN, B o™ KT, /24 1 —Ff DNA &858 H, 7EAER SRR FR B RNA RAEBERIEThRE, IF
%5 2 PSRN AN IR, RS ) A RIE sl IR AL A SRR . AR 7T AR 75 IRV R B (Paracidovorax
citrull) R 4T T 2 A RpoN Zrfil 22 (Kl (4393l iy % 4 rpoN1 Fl rpoN2) , LA P citrulli ¥¥ 4= B4R R Aacs N1 5
I T rpoNI F1 rpoN2 FIH 2% 58 48 B 1 AN (5] 4 B A% , 38 5 28 W 5 R A 52 \RNA-seq 73BT & EMSA (electrophotic
mobility shift assay) 73T 7 RpoN1 F RpoN2 7E P8 /I Gl W B2 o HH I Dy Be R PR & (1 57 1l . S5 R 3R 1H . 2 A rpoN BEIA (1)
BRI E PR T AacS MEURVEFIIZBIRE ), FAT AL MO B/ NG FREEFAERKIRGE . TNELK rpoNT 23 34 PR
Aac5 1% I §E 77 RS R 56 R FH BE 7, AR rpoN2 T 2= i 35 52 v AE WIS (I T I BE 7« RNA-seq 23T 2718, ArpoN T
5 TV BUR B A R S 5 R pild 1R IE 5 3 K, EMSA #F— 5 ESE T RpoN1 Xt pild W BRI . 45,
RpoN1 I RpoN2 7E Pt JI g Wit BR 1 AN 2 TUAR 11, Wi R4 i Ve R B SUR AL FP 3t X IE A . AHT
FE4E TN TR AN BR 1 S B 1R S B va et 7 5 Z I K3 -

S HE18): RpoN ; P JIC I R T 200 B P SR B« IR AR

FE 5SS :S651 XHRFRARRD : A NEHRS:1673-2871(2026)04-028-14

Functional analysis of RpoN (6™ factor)in Paracidovorax citrulli

LI Zhanhong, YANG Yuwen, GUAN Wei, ZHAO Tingchang

(Institute of Plant Protection, Chinese Academy of Agricultural Sciences, Beijing 100193, China)

Abstract: RpoN, also known as the ¢* factor, is a group of DNA-binding proteins in bacteria. RpoN assists RNA poly-
merase in gene transcription initiation and is involved in various critical biological processes, including virulence, cell mo-
tility, flagellar assembly, and nitrogen assimilation. In this study, two RpoN-coding genes (designated rpoNI and rpoN2),
were found in the Paracidovorax citrulli genome. The rpoNI and rpoN2 mutant strians and comlementary strains were
constructed based on the wild-type strain Aac5. And then, genetic phenotypic determination, RNA-seq and EMSA (electro-
photic mobility shift assay)were performed to explore the function of RpoN1 and RpoN2 in P. citrulli and their difference.
The results showed that the deletion of either 7poN gene significantly impaired virulence and motility of P. citrulli group 11
strain Aac5, as well as retarded growth in M9 minimum medium. In addition, the deletion of 7poNI alone affected P. citrul-
[i seed adhesion and nitrate assimilation, while deletion of 7poN2 alone enhanced biofilm formation ability. RNA-seq anal-
ysis revealed significantly reduced expression of pil4, a gene related to type IV pili synthesis in ArpoN1. Further investiga-
tion using EMSA confirmed the binding of RpoN1 to pil4. Overall, our findings demonstrate that RpoN1 and RpoN2 are
not redundant in P. citrulli, but rather, both play crucial and distinct roles in the pathogenic mechanisms of bacterial fruit
blotch. This study provides an important theoretical basis for scientific prevention and control of bacterial fruit blotch.

Key words: RpoN; Paracidovorax citrulli; Bacterial fruit blotch; Homologous protein
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FURMLEI M ANE R, B R0 = A 005 5 R
W&o P citrulli MRPEEAE T A EARHAEA [F) 32 2
G VAN 2 A2 - T R BT 9 M6e) &=
By BT AR VU IR & 7 BHEYD , 6 2 808 7 B A
FLAT AP 8 5 T TN 3 Ak R 9 AAC00-1D
i e RiD (NS e sliep |\ T DS S X5 D
T ERIH BT

P, citrulli &G 2 Phar F M) 76 2 BRSPS
B X2 AL 32 SO 2 R (18 7181
NS HET, Sl 2 Fhs 1, iy 4y
W 2 45 (type 111 secretion system, T3SS)™" VI 43
W 2 5t (type VI secretion system, T6SS )™ i {4 Jik
¥ (quorum sensing, QS) "\ iz A YL, DL K TV A
B B (type IV pili, T4P)"™, 1 1 #2 1X 46 5 77 [K 7 (1)
& R T D .

RpoN, WHH Ny o™, & —FhfEsG o 745 & E
(enhancer binding protein, EBP)/#7E T P RNA #%
0> 5 4 B (RNA core polymerase, RNAP) J&i &) #% 5%
1) o K. 1978 41 IXHIE T RpoN 7E ZEAK
HIAE FHY, Ja X8 UE BIAE VT 2 4 T8 P R 4 JR R
RTIRe, P45 5 &P A2, B35 1) s
BN A B A RS T A R A P R 42 1)
FER B E AR L o B0, i 2B 5 B 1 (Pseudomonas
aeruginosa) & K 241 H K 2 20% 1) %5 [K 52 RpoN if
9 AL, V2 A TP A AE 1~4 D RpoN(HE 2
B £),{H RpoN 1) T BEAE AN [F 40 B b AN S AH [F)27,
P2 [\ —4H % T RpoN KIZh et A — ™. a0,
Rhodobacter sphaeroides L4 4 ¥ VL] rpoN
BRlo HrAt, rpoNT 511 142 ] FUAH SR R R Rk
rpoN2 5 SV 1 25 ¥ B 40 6 AH OC B R IR Rk, T
rpoN3 Ml rpoN4 I DI RE 1 ANTE R, 724 2%
(P aeruginosa) - Ml =& ¥ H. il B (Xanthomonas
campestris pv. campestris) F1/KFE 5 H B6 (X. oryzae
pv. oryzae) FEAEH, H4~ RpoN #5 Ik RpoN2 1/F
IR IR 2 A R, T T A AR R (P sy-
ringae) B K PE I B (Erwinia amylovora) I¥] 5.#% U1
RpoN il 45 T3SS F [K i 3k ke dz il 55 115,

E AR RpoN T HAEM B KI5 E HEEH A
HAE P citrulli P DNREM ARG . NEF P citrul-
li ' RpoN AW ThREFA =ML, EH L E T 2
A~ RpoN & F g i B K], FF LY A= B TR bk AacS 4
B 7 axX 2 AN EE A R R AR A . I
rpoN IR ) B0 14 32 BV L AE W TE i Bl &b
BRI A A K R D S R A 4 i, B B TSI

RIVERR T rpoN BRI 9 D) fE. KA RNA-seq 53T ik
— B IUER M A 45 R, IR R RpoN H H KR FZEM
4, JFIEIE EMSA B RpoNT ) T HEIE R, A
T SRSV P4 L DU A TS 0 1 4L B0 75 1
7971 B B L S

1 ARSIk

1.1 ##
111 #aXAE BE A F o RANE %A
79 JK CCitrullus lanatus) i #0083 35 O B RO AL
Wt B AL AR FE BT A ), 76 JIC 7 855 2% 1 R e A
B AE (W BN 618 12 h,25 °C; 1% 12 h,22 °C,
FHRHRBE 65%) o BT FH A B it B O i B = A 0 (Vi
cotiana tabacum var. samsun) ’ g%*%%*ﬁ#@ﬁg
FAEW) 2 K E K = (LN R A SE A6 %) £
1Fo MR TR ARG R (R E N LR
16 h,25 °C; 2EH% 8 h,20 °C, HIXHEE 60%) .
1.1.2 #RXA®R A W8T 2022 4 4—
11 F 78 B R MY R} 2 BE A 420 O 3 ik 90 BT iR A7 o 3k
IR AR RE LR 1. RISV E LS 2.
1.2 7%
121 REAMADAA/RGHE B NCBI M
vl (National Center for Biotechnology Information) ,
A H TS Wk TR T TLZHL B =X T K 1) RpoN i AL [A]
MIEAE B, i 5. LB AR AacS HFEN
T 5, e i (R 2 0S4 SR A R TE B AR e I
o R R AL W Mk . A 51 L- rpoNI- F/R
R-rpoNI-F/R (B, L-rpoN2-F/R #1 R-rpoN2-F/R) , \
PG B 1 R 1 AacS & K 41 DNA 43 51 47 36 H
rpoNIrpoN2 BRI bR v B, %49 500 bp.
¥ rpoNIrpoN2 FE A ) R i BOiE i overlap
PCR il G, 35 H A8 4E pK18mobsacB &+ , 4=
% A 3K pK18-ArpoNI Fl pK18-ArpoN2. R J5
PL pRK60 A, 8 = SRR R 7 0 FA
74 TS & 0 PR B BT A Y B fk AacS. i) pK18mob-
sacB FAREENE S0 IR, Ik B A BRI
RGBS R R A B AH S TR B AR A e 1)
B, Bl rpoN RAZE FE ArpoNT Fil ArpoN2. 5T
RAFIH ArpoNT B bR, B I = 56 R 4 58 07 B F%
pK18-ArpoN2 EHEAFZN ArpoNI T IF 347 REWE
fifi ik , [R5 B4 5 3K4F rpoNI < rpoN2 RUHE IR H 2k 58
A ArpoNIN2, $:AE 77 R .

(o] I B A A U 38 A HA AR RS S
rpoNI. rpoN2 & Hl 4 K Fv B, JF 3% # £ PB-

.29.



TGS BT toOE R K 39 %
&1 3G B A E R AN Bk
Table 1 Strains and plasmids used in this study
R BT A R FHIE K
Strian or plasmid name Characterization Source
Aac5 LT W 2 1 T4 3 2 R B ok, Amp [36]
The wild type strain of Paracidovorax citrulli group 11 , Amp’
ArpoN1 Aac5 [ rpoN1 BRIk 5878 Bk, Amp' ARG 5
rpoN1 gene deletion mutant derived from Aac5, Amp" This lab
ArpoN2 Aac5 [ rpoN2 [l 2 584 Bk, Amp' ARG
rpoN2 gene deletion mutant derived from of Aac5, Amp’ This lab
ArpoNIN2 Aacs5 [ rpoN1 F rpoN2 FUEE K il 2 58748 B k., Amp” ARG B
rpoN1 and rpoN2 double gene deletion mutant derived from Aac5, Amp’ This lab
ArpoNI-HA-C ArpoN1 [EI#NE K, &4 PBBR-rpoNI-HA 4 H 44, Amp', Kan' ARSI =
Complementary strian of ArpoNI, containing recombinant vector PBBR-rpoNI-HA, Amp', Kan" This lab
ArpoN2-HA-C ArpoN2 [FIANEHE, 71 PBBR-rpoN2-HA EALE A, Amp', Kan' PN
Complementary strian of ArpoN2, containing recombinant vector PBBR-rpoN2-HA, Amp’, Kan This lab
DH5a F-p80lacZAM15A(lacZYA-argF)U169recAlendAlhsdR17 (rk-,mk+) phoAsupE44thi-1gyrA96 relAltonA [37]
BL21(DE3) F-ompT hsdS (ryms.)galdem (DE3) Biomed
PRK600 S Bk pRK600 1) DHS0, C’ PN
DHS5a carrying helper plasmid pRK600, Cm* This lab
pK18mobsacB HH sacB FEFESGUAL s H AR, Kan' [38]
Sucrose suicidal vector carrying sacB gene for mutangenesis, Kan'
pET-28a WA T7 B30T Hisc-tag 15 4 8 5 RIA 3k, Kan' AT =
Recombinant protein expression vector with a T7 promoter and a Hiss-tag, Kan' This lab
*2 ARSI
Table 2 Primers used in this study
BIE/E2S JF31(5-3D PR
Primer name Sequences (5-3") Product length/bp
WEFBI GACCAGCCACACTGGGAC 360
WFB2 CTGCCGCACTCCAGCGA
R-rpoN1-F TGAAGCCGGGACTGTCGCTGAAGGCGCTGTAAAGGCCG s6
R-rpoN1-R CAGGTCGACTCTAGAGGATCCGCCCCTGTCGTTCCACAC
L-rpoN2-F CTATGACATGATTACGAATTCCCATGTCCAGCGTCACGGTC 560
L-rpoN2-R CTGCAGCTTCAGGGACGTGTCGGCATCGGACGAAAGG
R-rpoN2-F CCTTTCGTCCGATGCCGACACGTCCCTGAAGCTGCAG 565
R-rpoN2-R CAGGTCGACTCTAGAGGATCCGGGAAGAGGAAAGAATGCGT
N-rpoN1-F CCCCGAGCAGGTGGAGGAAC -
N-rpoN1-R GCCCGAGCCGAAGAAATACT
N-rpoN2-F CTGGTGGTCGAAGAGTTGTC 687
N-rpoN2-R GTATTCCAGGAAGTGGGGCT

BRIMCS-2 # /A I, i ik = A8 8 2 ok 07 i PH M %
0o BRI T A 11 BH 4 5 Ak 7 o ) 2 2H R
TORARRAT AL A Aacs . ST SRR IRS T
AT I R R PRSI Y WFB12, RIBE R A
) Kan-F/R LA J H B & KA I 51 %) N-rpoNI-F/R
N-rpoN2-F/R AT B3 EHE BRI HL VK SGHIE , )N DNA =
T A D 32 IR PR [B] B, B0 western blot &1 HA Fx
ZEHIAEAE , INEE B 00 2 TR DA R ()[R %, 31453 0E
I (B 4 Bk ArpoNI-HA-C . ArpoN2-HA-C.

122 mEFHERREMNZ BFAEREK RERH
PR BA J% 9] #b T8 Bk (ArpoNI « ArpoNI-HA-C. ArpoN2

« 30 -

H1 ArpoN2-HA-C)1E 28 °C+220 r-min’' ff] KB £ 7
W ISR G R T I IE BE , T KK & B
TR AR A5 ODigor=0.30 K B s VTR 56 N 4 A
(23 3 JA RN W (0 79 P ik e ) X3, B 2 95
PAVE S K B K A B (Mock) o $2F0 5 48 h W 24
W RILEH 3 K.
123 BomPmlE SR E M5 A
SRR b 7 2 €

(DM BEEEM. %8 1.2.2 7775 Aacs.
ArpoNI . ArpoNI- HA- C. ArpoN2. ArpoN2- HA- C.
ArpoNIN2 [ B Z ODei=0.3 , 38 1T 76 # 15 2k
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515 W il {RH 1) 3 I B T TN P ) A R T R
4 4k BE 20 B PE N, BLOG W K Ab B R O R
(Mock) . Wit 58 i » 44 78 I i A KL I
RS LS, B T AR 748 T R 37, 5 dpi(days
post inoculation) JF 4G ML A -0 . HR AR 1™ B AR S5
VGBI DL 0~9 21, FH LU TH R0 1 48 # (dis-
ease index, DD", RIGEE 3 K.

() F S M. B 122 D7kl 4%
ODg=0.3 1] Aac5-4rpoNIArpoNI-HA-CArpoN2.
ArpoN2-HA-C . ArpoNIN2 [ B =30, ik 100 £5 %
F o PTG B (1 J0 BT 59 248 4 1 i i 21 2 ALK
(76 JI I e, B2 AR, G B K AL B B
PE XTI (Mock) o VR G 58 B 1 78 T B TS A
Bt BABEMRER 40 7. 0.24.48.72 F
96 h J& , AN K ECEE 6 T A IR SR BURE R B
B/ FIFEUEARA 8 mm BRI 500 pL K
K TR 53 B, i HEf PS8 8 1) D7 20 W S i 1 JER VA
Wi R 1~10°f5 . R MFOBRR FEUI 10 pL B8 T
RN T & 4B AR K KB BUIERERE R 5L 1, 28 °C
BIEFR. 2d SR ETE KGO, B EA
SRR N BB AT IR E A 3 IR
124 #RsbAKEAMNE 36 EE I KB
B R FERITE TR 1) MO 85 77 53T A o A K 66
E o 1% M 122 J7 % ] % ODwi=0.3 ] Aac5.
ArpoN1. ArpoNI1- HA- C. ArpoN2. ArpoN2- HA- C.
ArpoNIN2 1B 200, FikE 100 £ )5 FRUCER w44, F
KB $; 77 5Eal M9 K7tk s . AL 200 pL
BN 100 FLEFK OIEMMREFR S, BT
28 °CHJ Bioscreen C A= K i 26 {X ¥R % 35 7% . &4
10 MESE, DUREH I KBWMO 19731 A xf g
(Mock) o %K 2 h W & & > FL I ODwo 1 , H 2
- ODoo {8 TR FFAH N R 8 — BB R] 45 1k R 72 .
B b TR AN ] ST 1) ) OD oo 17 223 0) 1 i 28 1, DA S e
FRRTEARFEE TR F s ERKRE ). WIREE
3
125 dshtalz  (DpkiEshig e . fFl
k Aac5. ArpoNI. ArpoNI- HA- C. ArpoN2,
ArpoN2-HA-C. ArpoNIN2 £ KB ¥ 1k 55 % % o
28 CCREFR I, WA B A, FI K /K &R 2
ODw=0.3. AN BRI 5 pL 22 55T 0.3% [ {4
BRI E,28 °CHEHE 48 h Jm, IR H K ER. B
WHEEEE 3ANER, R E DT 3 K. (O BTTiE
BN e300 E o A8 TG bR A e EOE 2 AR W A PR
(0BT 5 B A, B I = 2RV A KB PRI R B i

RI2k,28 °CR| B ;9% 72 h 5 , B T30 B %Ot B s
(Olympus IX83) T M %% % B Pk 5 B 7 1) 2 P8l Bl
%, BACERE 3AEL, RE 2T 3 K.
1.2.6 #eE T AE A M A% FH G B 2 Foh O e Y
T B AR U0 A R P B, JE = 2R VATE KB AR
B R R R 2R, 28 °CR| B 15 7% 48 he F L
LB TS B T 10 pL L /K 2 min, & 5 1
A~ 200 H M, 1 min J5FH 1.0%0565 8 42 4 3
U BRIR 30 s, G B KK e v 25, B T 384K
R &M, FIE S T B 54 (transmission elec-
tron microscope , TEM) WS 45l B ik 11 #E 6 2E i 1%
o FAMCERE 3ANEL, IR EDHAT 3 K.
1.2.7 A -FaMAE ) M2 KB K A R
N ODeo=0.3 A7 I T AR (1) BRT AR o A A PR B
1 mL B &R T 2 mL 08, RN 3 ki h A
T 52 AR T 1 2N 28 °C220 r-min” $7 ¥
% H 60 min, FFMGEIEE 3 IKER, LIEE KN
XTI (Mock) o W J& » B KR 7KK A B 10 40 18 A
FhrRim By, SRR FF R 1 NS
1 mL KB R 725 10250 1, 28 °C220 r-min™ JR3%
% E 60 min. W% & 5ERUE K EE IR B
BEZ 1~10° i, WHL S BA FEM B 10 uL B2 il T8
BPAEZRD KB Ji#% Pk L, 28 °CH; 3% 48 h J5 4
HE IS R G S B VR A RN A E 3
ANEE R Z AT 3 IR

12.8 A WA & e w2 BRI E kT
28 °C.220 r-min” 2 Nt TR . AR BRI AA ,
FH KB ARG 72 R H 5, il 25K N ODwi=0.3 1
)RR (0 BRT B o R B R 11 TR R TR X 800 uL
F 24 FLEFELIGMME TR, R E 3 ANEE.
28 °CHEFRAHINE 6 d J5HUH , 80 °C [ & 40 min, {5
P, PBS 220 (pH 7.2~7.4,0.01 mol - L) 4%
ek 3 UG BRI 1 mL 0.1% 45 5448, =ik gt
45 min J& B14545 SR G, H R KIS U 27 BE A
NTCEIEW . TR T 37 °C F T 1REUN,
K, il R E AL AEYER 1.2 mL 95%
CTEVER TR 43 606 FE H 8 Vi fFAE 575 nm
TR AR (ODsys) 5 AT VAT #5 B MR TE 12056 2% 1
AR A . RIEEDEREE 3 K.

129 REA AR M E  FET MMX 577358, 4
HILL NaNO,(20 mmol - L") .CH.N,O(10 mmol-L™) .
(NH4)>S04(10 mmol- L") .KNO;(20 mmol-L") .Na-
NO; (20 mmol - L") Ay Mk — 55, T 55 7% £5 0 4
Fko 5 EL 10 nL ODs=0.6 [ 45 I 15 2 ¥k 322 Ff 5]

« 3] -
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hOE R

539 %:

1 mL A AR FRE A, 28 °C.220 r-min' #f&
Vi REFR 72 ho DAXT L) AN [R]85 77 A N
2 X B (Mock) o 3537 72 h J& , I 20 6 EE 1
SE 5 AL BRI S DRSO A [ 05 1 1 F e
7o TR E 3 AER IR 2 DT 3 K.
1.2.10 # F 40 5 & qRT-PCR K T4 435 1 B Fk
£ KB #5725 28 °CH5 9%, & ODey 15 2 0.6~1.05
4 °C.5000 r-min"' & OUCEE R K . A FEKRKE 3
NV E S . U IR AR LB R R I
T80 °Ci A7 , LA H i AR SRR A A PR 2
B WP 56 RS 326 B 3 22 7 3Rk (1) Bk ] 9
BRI 51 (3£ 3D, f# ] SYBER Green 1 7] &
(RIBAWEH A R A A]D i gRT-PCR AZ X7
558, UL rpoB fE NN S 2L

E-rpoNI-F/R (3 3) 73 31438 rpoN1 . rpoN2 £ F
B pET-28a Jii kL, M i AH LB Bk . Hf =
HRIE AR F AN KT BR324 BL21(DE3) #
i SRS R IA AR . @5 AT western blot 43
AN B N B R IR AR ). B R
IA B PR K 1) RpoN 1 J8 ik 8 1 Al s P A I DA
&Mt T7 . Ni fE4ifh S5, 4 SDS-PAGE fuill 85
HMaifb g R, BRERSHNEABIES
Ly, 80 °CLRAF o

1.2.12  #ARM# X3 (EMSA) EMSA & Hell-
man SF T, HHET TE B R FAM FR
LI 514 5" FAM pild- E/R FIASE RACI 51 40 pi-
I4- F/R, 14 354 bp [1) pild 7K 8 zh+ A B BIR
pild B ) EMSA # % (3£ 3) . ¥ pild R4

1211 RpoN & & & & A st M H 5 Y B 60 ng) 5KES 5N 0.2.4.6 F1 8 pmol - L' ]
#&3 qRT-PCR\EBRIAK EMSA A5

Table 3 Primers for qRT-PCR, protein expression and EMSA
EIkVER S JFH1(5-3D FEK
Primer name Sequences (5-3" Product length/bp
E-rpoNI-F ATGGGTCGCGGATCCGAATTCCGAACACTTCCGCATGTGATG 1605
E-rpoNI1-R CTCGAGTGCGGCCGCAAGCTTCAGCGCCTTGCGCAGGTT
pilA-probe-F CACCACGGCTTCGTCCTG 354
pild-probe-F ACGCTTCATAAATCTCTCCC
ropB-F GCGACAGCGTGCTCAAAGTG 134
ropB-R GCCTTCGTTGGTGCGTTTCT
Q-pild-F ACCACCGCTGGTGCAGCCATGAC 150
Q-pildA-R AGGAGCAAACGTGCCAGCATTCG
Q-rpoN2-F ACCCCGCACCTTTCGCCCCG 126
Q-rpoN2-R CGCCGCCTCGTCTTCCTC
Q-fliC-F GCTCGTTGACGATTTCCAT 179
Q-fliC-R TTCCTTTCCCAGGAAGAAGT
Q-fIhD-F TTCGTTGCCGACCTTCTTG 171
Q-fIhD-R TTCCGCCTGGGCATCAA
Q-R0O009-F GCGATGTGGGGACGGAGAAGGTT 196
Q-R0009-R CGGTTTGCGGTACGGTCGTGTGT

RpoN1 Z HTE S A 4 uL EMSA/Gel-Shift 45 & 2%
WA TCAZ TR B /K (0 20 pL BTR-S iR G . ik
5% & 30 min, I 2 pL ] EMSA/Gel-Shift | 2%
M. ATV I 0.5xTBE 223N HLHK , 76 5%
AN VR T M I M B iz B DL 80 VL R FL K4 1 he
EMSA 45 R 4# B ot 434 2 4t (Typhoon 9410) ML %%
AT o

2 AR5

2.1 RELEMEEFEREAESIE
7 IR R B AACO0-1 SE R & 2 A%
i3 RpoN £& [ (4L A, locus tag 433 A Aave 0419,

« 32 .

Aave 1899. N T X 77, £ & K Aave 0419 A
Aave 1899 435l % N rpoNIrpoN2 .

T B R R 51 WEB-1/2 R A 5
¥ N-rpoN1-F/R B¢ N-rpoN2-F/R VL Jx 55 25 7L 1A
R 57 51 Kan-F/R 0} 4 2 1) 5k 2% 548 1 R 2E AT 56
WE. iR 1 s, B R B RS
WEB-1/2, 2k RAZ W R B Re 1 th 5 97 4E 7Y Aacs
K/NAH TS () Fr B (360 bp) » 2% B Ly 74 TS 30 3 9 14
T A FH 22 DR 57 51 40 N-rpoNI-F/R 8, N-rpoN2-F/R
KA 48 5 B AR BT Ak K/ A R DNA A B
(754,687 bp) , F| F < I 55 3 B KR 7 51 ) Kan-F/
R HARY 8 H 5 pk18 ik CBH A% HED — ) DNA



$4 SR, 4, R 1 RpoN (o™ BBl T) ThAE 4007 IR BT R 5T

\
A c § o D oo »‘Q&
N N C
qﬁ\q’ RN Q;@' RN
2000 bp- 2000 bp-
1500 bp~ 1500 bp- fggg Ep
750 bp 750 bp- 750 b
500 bp 500 bp- P
250 bp- 500 bp
100 bp- 250 bp- 250 bp
100 bp

100 bp-

T AL JEBERE S S IBOAE s B. rpoNT BE RS T 5 IGAE  C. rpoN2 & RS TN 51 056E s D. RIS EIE. T,

Note: A. Verification by primer WFB1/2; B. Verification by primer N-7poNI-F/R; C. Verification by primer N-rpoN2-F/R; D. Verification by
primer Kan-F/R. The same below.

1 rpoN BEFGRERTREKIIE
Fig. 1 Verification of rpoN deletion mutant strains
FBL(700 bp), BEIHIX 2 DM E RN Kan FitE A N-rpoN2-F/R BAIE, Bl 315G H AR 48 bk (B 2)
& rpoN1/rpoN2 J= R (1) 7 TR W R 1, BP 3RS 1 IE 5 F BA_E 5329 45 & western blot X [H] % B £
18] rpoN1.rpoN2 kR RALE K ArpoNI.ArpoN2. HEATEOE, 3Gt 7 58 AR Aacs K/MHEFI H 1
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Fig. 10 Effects of RopN1 or RpoN2 absence on adhesion capacity of P. citrulli to the surfaces of watermelon seeds
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